1	Clinical phase 3 data show improved progression-free survival both for @DRUG$ monotherapy and combination therapy with binimetinib compared with @DRUG$.	Clinical form 3 data show meliorate progression - free survival both for @DRUG$ monotherapy and combination therapy with binimetinib compared with @DRUG$ .	and phase 3 both show improved progression - free survival data for @DRUG$ monotherapy Clinical combination therapy with binimetinib compared with @DRUG$ .	3 data show improved progression free survival both for @DRUG$ monotherapy and combination therapy with binimetinib compared with @DRUG$ .	Clinical phase 3 data show that @DRUG$ is better than @DRUG$ at preventing progression in patients.	0
0	@DRUG$ administered @DRUG$ monotherapy and in combination with valsartan was associated with significantly lowered total cholesterol and LDL-C compared with valsartan monotherapy (both, P < 0.05).	@DRUG$ administered @DRUG$ monotherapy and in combination with valsartan was associated with significantly lowered entire cholesterol and beta lipoprotein -C compared with valsartan monotherapy ( both , phosphorus < 0.05 ) .	@DRUG$ administered @DRUG$ monotherapy and valsartan combination with valsartan was associated with significantly lowered total cholesterol and 0.05 -C compared with both monotherapy ( in , P < LDL ) .	@DRUG$ administered @DRUG$ monotherapy and in combination with valsartan was associated with significantly lowered total cholesterol LDL -C compared with valsartan monotherapy ( both , P < 0.05 ) .	When @DRUG$ is administered along with @DRUG$, total cholesterol and LDL-C levels are lowered significantly more than when DRUGA is used alone.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, @DRUG$, duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, @DRUG$ acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This egress concentrate on the pursue survival of the fittest of dose : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , bm - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human being ) ; hMaxi -K , human being papillomavirus vaccinum ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , irofulven , ace - 1018 ; Lasofoxifene tartrate , larodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa -  b , phVEGF - A165 , pimecrolimus , @DRUG$ acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort evoke , sunitinib malate ; tadalafil , tanaproget , taxus , tiotropium banality , treprostinil atomic number  ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on , following selection of drugs Nemifitide AAV - NGFbeta , aprepitant , ; , atomoxetine hydrochloride ; , , BMS human 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone beta-Methyl-6-chloromelatonin , CEA-TRICOM , cetuximab , ciclesonide , Pegfilgrastim tiotropium Cypher ; Dalbavancin , darbepoetin alfa , Fenretinide - , , alfa Dexamet , drospirenone , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride desloratadine dutasteride ; Ecogramostim liposomal efalizumab , vaccine sodium , escitalopram oxalate , eszopiclone ; , ; Gefitinib dipropionate gestodene , ghrelin ( human ) ; hMaxi -K , - papillomavirus ertapenem ; Imatinib mesylate , indiplon , iodine ( i131 ) - , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa ; entacapone , the doxorubicin ; : ditriflutate , nesiritide ; Omalizumab / clofarabine , peginterferon alfa - 2a , peginterferon , hydrobromide 2 b , phVEGF tositumomab A165 , pimecrolimus , @DRUG$ acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil darifenacin tanaproget , Taxus , , bromide , treprostinil sodium aripiprazole Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV - NGFbeta , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - , bortezomib , bosentan ; Calcipotriol / betamethasone , , cetuximab ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human vaccine Imatinib indiplon , iodine ( i131 ) tositumomab , , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon - 2a , peginterferon alfa - 2 b , - A165 , , @DRUG$ acetate ; Rasburicase , rimonabant hydrochloride ; , St. John's Wort extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	Imipenem/@DRUG$ and ceftazidime/avibactam displayed limited potency against A. baumannii isolates, whereas cefepime/avibactam and ceftazidime/avibactam were active against @DRUG$. aeruginosa.	Imipenem / @DRUG$ and tazicef / avibactam displayed limited say so against A. baumannii keep apart , whereas cefepime / avibactam and tazicef / avibactam were active against @DRUG$ . aeruginosa .	Imipenem cefepime @DRUG$ and ceftazidime / avibactam displayed against potency against A. baumannii isolates , whereas / / avibactam and ceftazidime / avibactam were active limited @DRUG$ . aeruginosa .	Imipenem / @DRUG$ and ceftazidime / avibactam displayed limited potency against A. baumannii isolates , whereas cefepime / avibactam and ceftazidime / avibactam were active against @DRUG$ aeruginosa .	Imipenem / @DRUG$ and ceftazidime / avibactam displayed limited potency against A. baumannii isolates , whereas cefepime / avibactam and ceftazidime / avibactam were active against @DRUG$ .	0
0	The results showed that albumin, lactoferrin, transferrin, and @DRUG$ could--but serum prealbumin, IgA, carboxymethyl cellulose (CMC), and Sepharose 4B-purified @DRUG$ mucin (PSM) could not--bind rose bengal.	The solvent showed that albumin , lactoferrin , transferrin , and @DRUG$ could -- but serum prealbumin , iga , carboxymethyl cellulose ( CMC ) , and Sepharose 4B - distill @DRUG$ mucin ( PSM ) could not -- bind ascend bengal .	, lactoferrin showed that albumin , results The transferrin , and @DRUG$ could -- but serum prealbumin , PSM , carboxymethyl cellulose ( CMC ) , and Sepharose 4B - purified @DRUG$ mucin ( IgA ) could not -- bind rose bengal .	The results showed that albumin , lactoferrin , transferrin , @DRUG$ could -- but serum prealbumin , IgA , carboxymethyl cellulose ( CMC ) , and 4B - purified @DRUG$ mucin ( PSM ) could not -- bind rose bengal .	The results showed that albumin , lactoferrin , transferrin , and @DRUG$ could bind rose bengal , but serum prealbumin , IgA , carboxymethyl cellulose ( CMC ) , and Sepharose 4B - purified @DRUG$ mucin (	0
0	The peroxidase activity as followed with @DRUG$ and hydrogen peroxide and the @DRUG$-stimulated conversion of prostaglandin G1 to H1 were not dissociable as examined by isoelectric focusing, heat treatment, pH profile, and heme specificity.	The peroxidase activity as followed with @DRUG$ and h peroxide and the @DRUG$ - stimulated conversion of prostaglandin G1 to H1 were not dissociable as canvass by isoelectric focusing , warmth discussion , pH profile , and heme specificity .	The focusing activity as followed with @DRUG$ and hydrogen peroxide , the @DRUG$ to stimulated conversion of examined G1 - H1 were not dissociable as prostaglandin by isoelectric peroxidase , heat treatment and pH profile , and heme specificity .	The peroxidase activity followed with @DRUG$ and hydrogen and the @DRUG$ - stimulated conversion of prostaglandin G1 to H1 were not dissociable as examined by isoelectric focusing , heat treatment , profile , and heme specificity .	The peroxidase activity as followed with @DRUG$ and hydrogen peroxide and the @DRUG$ - stimulated conversion of prostaglandin G1 to H1 were not dissociable.	0
0	The increased activity of midecamycin (MIC90 < or = 0.06 mg/L), @DRUG$ compared to @DRUG$ (MIC90 = 0.5 mg/L) and to other 14- or 15-membered macrolides, was related to the absence of the ermB determinant in seven isolates which displayed an efflux phenotype (five isolates) or an inducible resistance phenotype due to an ermTR determinant (two isolates).	The increased activity of midecamycin ( MIC90 < or = 0.06 mg /L ) , @DRUG$ compared to @DRUG$ ( MIC90 = 0.5 mg /L ) and to other 14 - or fifteen - membered macrolides , was pertain to the absence seizure of the ermB determinant in  isolates which exhibit an outflow phenotype ( five isolates ) or an inducible resistance phenotype ascribable to an ermTR determinant ( two isolates ) .	resistance increased activity of midecamycin 0.06 MIC90 < or = ( mg /L ) due @DRUG$ compared to @DRUG$ ( MIC90 isolates 0.5 mg /L ) and to other 14 , or 15 ) membered macrolides - was related to the absence of the ermB determinant in seven = isolates displayed an efflux phenotype ( five isolates - or an inducible The phenotype , to an ermTR determinant ( two which ) .	The increased activity of midecamycin ( MIC90 < or 0.06 mg ) , @DRUG$ compared to @DRUG$ MIC90 0.5 mg and to other 14 - or 15 - membered macrolides was related to the absence of ermB determinant in seven isolates which displayed an efflux phenotype ( five isolates ) or an phenotype due to an determinant ( two isolates ) .	The increased activity of midecamycin ( MIC90 < or = 0.06 mg /L ) , @DRUG$ compared to @DRUG$ ( MIC90 = 0.5 mg /L ) and to other 14 - or 15 - membered macrolides , was related to the	0
0	SUMMARY: @DRUG$ 25 mg-paritaprevir 150 mg-ritonavir 100 @DRUG$ plus dasabuvir 250 mg (Viekira) is approved in the United States as a combination direct-acting antiviral agent for treatment-naive or treatment-experienced patients with HCV genotype 1 infection, including those with compensated cirrhosis.	summary : @DRUG$ 25 mg- paritaprevir 150 mg-ritonavir 100 @DRUG$ plus dasabuvir 250 magnesium ( Viekira ) is approved in the United nation as a combination direct-acting antiviral agentive role for treatment - naive or treatment - live patients with HCV genotype 1 infection , including those with compensated cirrhosis .	SUMMARY : @DRUG$ 25 mg- paritaprevir 150 mg-ritonavir 100 @DRUG$ plus dasabuvir as mg ( Viekira ) is compensated in treatment United direct-acting 250 a combination States antiviral agent for treatment - naive the or - experienced patients with HCV genotype 1 infection , including those with approved cirrhosis .	SUMMARY @DRUG$ 25 mg- paritaprevir 150 mg-ritonavir 100 @DRUG$ dasabuvir 250 mg ( Viekira ) is approved in the United States a antiviral agent for treatment - naive or treatment - experienced patients with HCV 1 infection , including those with compensated cirrhosis .	@DRUG$ is a combination of paritaprevir, ritonavir, and dasabuvir. @DRUG$ is Viekira, which is a combination of paritaprevir, ritonavir, and dasabuvir.	0
0	From mean baseline values of 178-436 @DRUG$ in the various treatment groups, the mean increases in the open food challenge threshold were 710, 913, 1650 and 2627 mg for the placebo, 150, 300 and 450 mg for TNX-901 dose groups, respectively (P = 0.0004, 450 mg vs. placebo; @DRUG$ = 0.0008 for trend with dose).	From average baseline values of 178-436 @DRUG$ in the versatile treatment groups , the average increases in the unresolved intellectual nourishment challenge threshold were 710 , 913 , 1650 and 2627 mg for the placebo , 150 , 300 and 450 mg for TNX - 901 dose groups , severally ( phosphorus = 0.0004 , 450 mg vs. placebo ; @DRUG$ = 0.0008 for trend with dose ) .	and 913 baseline values of 450 @DRUG$ in the various treatment groups , the mean increases in the open food challenge threshold were 710 , mean , 1650 and 2627 mg for the placebo , 150 , 300 for 450 mg for TNX - 901 dose groups , respectively ( P = 0.0004 , 178-436 mg vs. placebo From @DRUG$ = 0.0008 dose trend with ; ) .	From mean baseline values of 178-436 @DRUG$ in the various treatment groups , the mean increases in the open food challenge threshold were 710 , 913 , 1650 and 2627 mg for the placebo , 150 , 300 and 450 mg for - 901 dose groups , respectively ( P = 0.0004 , 450 mg vs. placebo ; @DRUG$ = 0.0008 for trend dose ) .	The higher the dose of TNX-901, the greater the increase in the open food challenge threshold.	1
0	This was a randomized, two-way, cross-over, open-label, single-site phase I clinical trial, in 24 healthy volunteers who received triflusal as 600 @DRUG$ oral solution and @DRUG$ two 300 mg capsules in a single administration separated by a washout period of at least 17 days.	This was a randomised , two -way , cross-over , open- tag , single - situation phase I clinical trial , in 24 intelligent volunteers who received triflusal as 600 @DRUG$ oral solution and @DRUG$ two 300 milligram capsules in a single administration separated by a washout period of at least 17 days .	This was a randomized , two -way who cross-over volunteers open- label by single - site and I oral trial , in 24 healthy , , received triflusal as 600 @DRUG$ clinical solution phase @DRUG$ two 300 mg capsules in a single administration separated , a washout period of at least 17 days .	This was a randomized , two -way , cross-over , open- label single - site phase I clinical trial , in 24 healthy volunteers received triflusal as 600 @DRUG$ oral solution and @DRUG$ two 300 mg capsules in a single administration separated by a washout period of at least 17 days .	This was a randomized study in which 24 healthy volunteers received triflusal as an oral solution and two 300 mg capsules of @DRUG$ in a single administration, separated by a washout period of at least 17 days.	1
0	Our aim is to determine whether high-dose @DRUG$ is as effective @DRUG$ high-dose amoxicillin for the treatment of uncomplicated community-acquired pneumonia.	Our aim is to determine whether high- battery acid @DRUG$ is as effective @DRUG$ high - battery acid amoxicillin for the discourse of uncomplicated community - acquired pneumonia .	Our aim is to determine whether high- - @DRUG$ is as effective @DRUG$ high - dose amoxicillin for the dose of uncomplicated community treatment acquired pneumonia .	Our aim is to determine whether high- dose @DRUG$ is as effective @DRUG$ - dose amoxicillin for the of uncomplicated community - pneumonia	Is @DRUG$ as effective as @DRUG$ for the treatment of pneumonia?	0
0	Meanwhile, H2O2 treatment induced a marked increase in malondialdehyde (MDA) and lactate dehydrogenase (LDH) content and decreased the @DRUG$ (NO) content and @DRUG$ oxide synthase (NOS), superoxide dismutase (SOD) and glutathione peroxidase (GSH-PX) activity.	Meanwhile , H2O2 treatment induced a tick addition in malondialdehyde ( MDA ) and lactate dehydrogenase ( LDH ) content and decreased the @DRUG$ ( NO ) content and @DRUG$ oxide synthase ( atomic number  ) , superoxide anion dismutase ( SOD ) and glutathione peroxidase ( GSH - PX ) natural action .	Meanwhile , H2O2 treatment and a marked increase in malondialdehyde ( MDA ) and lactate dehydrogenase oxide ) ) content and decreased the @DRUG$ ( GSH ) content and @DRUG$ ( synthase ( NOS LDH - superoxide dismutase ( SOD ) induced glutathione peroxidase ( NO , PX ) activity .	Meanwhile , H2O2 treatment induced marked increase in malondialdehyde ( MDA ) and lactate dehydrogenase ( LDH ) content and decreased the @DRUG$ ( ) content and @DRUG$ oxide synthase ( NOS ) , superoxide dismutase SOD ) and glutathione peroxidase ( GSH - PX ) activity .	Meanwhile, H2O2 treatment induced a marked increase in malondialdehyde (MDA) and lactate dehydrogenase (LDH) content and decreased the @DRUG$ (NO) content and @DRUG$ oxide synthase (NOS), superoxide dismutase (S	0
1	When atazanavir 300 mg was coadministered with @DRUG$ 100 mg on a once-daily dosage regimen, atazanavir AUC from 0 to 24 hours and minimum plasma concentration were increased by 3- to 4-fold and approximately 10-fold, respectively, compared with @DRUG$ 300 mg alone.	When atazanavir 300 mg was coadministered with @DRUG$ hundred mg on a once-daily dosage regime , atazanavir AUC from 0 to 24 hours and lower limit plasma engrossment were increased by 3 - to 4 - fold and approximately 10 - fold , respectively , compared with @DRUG$ 300 mg lone .	When approximately 300 24 was coadministered with @DRUG$ 100 mg on - once-daily minimum regimen , atazanavir AUC from 0 to mg hours and dosage plasma concentration were increased by 3 - to - a fold and atazanavir 10 4 fold , respectively , compared with @DRUG$ 300 mg alone .	When atazanavir 300 mg was coadministered with @DRUG$ 100 mg on a once-daily dosage regimen , atazanavir AUC from 0 24 hours and minimum plasma concentration were increased by 3 - to 4 - fold and approximately 10 - fold , respectively , compared with @DRUG$ mg alone .	When atazanavir 300 mg was coadministered with @DRUG$ 100 mg on a once-daily dosage regimen, atazanavir AUC from 0 to 24 hours and minimum plasma concentration were increased by 3 - to 4 - fold and approximately 10 - fold, respectively, compared	1
0	Included are historical and state of the art information on the in vitro activity, experimental in vivo activity, mode of action, pharmacokinetics, clinical studies, and uses and adverse reactions of imidazoles currently marketed (clotrimazole, miconazole, econazole, ketoconazole, bifonazole, butoconazole, croconazole, @DRUG$, isoconazole, oxiconazole, sulconazole, and @DRUG$) and under development (aliconazole and omoconazole), as well as triazoles currently marketed (terconazole) and under development (fluconazole, itraconazole, vibunazole, alteconazole, and ICI 195,739).	Included are historical and state of the art information on the in vitro body process , data based in vivo body process , mode of action , pharmacokinetics , clinical studies , and us and adverse chemical reaction of imidazole presently commercialise ( clotrimazole , miconazole , econazole , ketoconazole , bifonazole , butoconazole , croconazole , @DRUG$ , isoconazole , oxiconazole , sulconazole , and @DRUG$ ) and under growth ( aliconazole and omoconazole ) , as well as triazoles presently commercialise ( terconazole ) and under growth ( fluconazole , sporanox , vibunazole , alteconazole , and ICI 195,739 ) .	Included , historical and state of the art information well the in vitro activity , experimental in vivo reactions are mode of action , pharmacokinetics , clinical studies , and uses and , activity of imidazoles currently marketed ( clotrimazole , miconazole , econazole adverse ketoconazole , bifonazole , butoconazole , croconazole , @DRUG$ , isoconazole , oxiconazole , sulconazole , and @DRUG$ ) and under development ( aliconazole and omoconazole ) , as on as triazoles currently marketed alteconazole terconazole ) and under development ( fluconazole , itraconazole , vibunazole , ( , and ICI 195,739 ) .	Included are historical and state of the art information the vitro activity , experimental in vivo , mode of action , pharmacokinetics , clinical studies , and and adverse reactions of imidazoles currently marketed ( clotrimazole miconazole , econazole , ketoconazole , bifonazole , butoconazole , croconazole , @DRUG$ , isoconazole , oxiconazole , sulconazole , @DRUG$ ) and under development ( aliconazole and omoconazole ) , as well as triazoles currently ( terconazole ) and development ( fluconazole , itraconazole vibunazole alteconazole , and ICI 195,739 ) .	Imidazoles currently marketed ( clotrimazole , miconazole , econazole , ketoconazole , bifonazole , butoconazole , croconazole , @DRUG$ , isoconazole , oxiconazole , sulconaz	1
1	@DRUG$ was administered in a single dose of 5 @DRUG$/kg body weight for both routes and was assayed in biological fluids (serum and urine) to determine its concentrations, kinetic behaviour and systemic availability.	@DRUG$ was administered in a one dose of 5 @DRUG$ / kg body weight for both routes and was assayed in biological fluids ( serum and urine ) to square off its denseness , kinetic behaviour and systemic availability .	@DRUG$ was administered in a single dose of 5 @DRUG$ / kg body weight for both routes and was and in biological its ( serum assayed urine ) to determine and concentrations , kinetic behaviour fluids systemic availability .	@DRUG$ was administered in a single dose 5 @DRUG$ / kg body weight for routes and was assayed in fluids serum urine ) to determine its concentrations , kinetic behaviour and systemic availability .	@DRUG$ was administered in a single dose of 5 @DRUG$ / kg body weight for both routes and was assayed in biological fluids ( serum and urine ) to determine its concentrations , kinetic behaviour and systemic availability ."This means that the scientists gave a single dose of 5 DRUGB	0
0	In patients with duodenal or gastric ulcers, omeprazole as a single 20 mg daily dose provides more rapid and complete healing compared with @DRUG$ 150 mg twice daily or 300 mg at nighttime, or cimetidine 800 or 1000 @DRUG$/day.	In patients with duodenal or gastric ulcers , omeprazole as a single  mg daily dose provides more speedy and complete healing compared with @DRUG$ 150 mg twice daily or ccc mg at nighttime , or cimetidine 800 or grand @DRUG$ / day .	In patients omeprazole duodenal or gastric ulcers , with as a single 20 and daily dose provides more healing mg complete rapid compared with @DRUG$ 150 mg twice daily or 300 mg at nighttime , or cimetidine 800 or 1000 @DRUG$ / day .	In patients with or gastric ulcers omeprazole as a single 20 mg daily dose provides more rapid and healing compared with @DRUG$ 150 mg daily 300 mg nighttime or cimetidine 800 or 1000 @DRUG$ / day .	Omeprazole is more effective than @DRUG$, @DRUG$, or cimetidine in healing duodenal or gastric ulcers.	0
1	Both drugs were slightly more potent than @DRUG$ (IC-50 = 10 nM versus 1 nM for pineaverium and 5 nM for @DRUG$).	both do drugs were slightly more potent than @DRUG$ ( IC - 50 = 10 nM versus 1 nM for pineaverium and 5 nM for @DRUG$ ) .	Both drugs were slightly more potent than @DRUG$ ( IC 5 50 = 10 nM versus 1 nM - pineaverium and for nM for @DRUG$ ) .	Both drugs were slightly more potent than @DRUG$ ( IC - 50 = 10 nM versus 1 nM for pineaverium and 5 nM @DRUG$ ) .	Both drugs were slightly more potent than @DRUG$ ( pineaverium was more potent than DRUGA, and @DRUG$ was more potent than pineaverium ) .	0
0	After a single oral dose of @DRUG$, 0.7 mg/kg (mean dose 39.0 +/- 5.4 @DRUG$), the mean maximum serum hydroxyzine concentration of 72.5 +/- 11.1 ng/ml occurred at a mean time of 2.1 +/- 0.4 hr.	After a single viva dose of @DRUG$ , 0.7 mg / kg ( mean dose 39.0 +/- 5.4 @DRUG$ ) , the mean maximum blood serum hydroxyzine concentration of 72.5 +/- 11.1 ng / milliliter pass off at a mean time of 2.1 +/- 0.4 hr .	After dose single oral +/- of @DRUG$ , 0.7 mg / kg ( mean dose 39.0 +/- 5.4 @DRUG$ ) , time mean maximum serum hydroxyzine concentration of 72.5 +/- 11.1 ng a ml occurred at / mean the of 2.1 a 0.4 hr .	After a single oral dose of @DRUG$ , 0.7 mg kg ( mean dose 39.0 +/- 5.4 @DRUG$ ) , the mean maximum serum hydroxyzine concentration of 72.5 +/- 11.1 ng / ml occurred at a mean time of 2.1 +/- 0.4 hr .	After a single oral dose of @DRUG$, the mean maximum serum hydroxyzine concentration of 72.5 +/- 11.1 ng / ml occurred at a mean time of 2.1 +/- 0.4 hr.	1
0	In contrast to other psychotropic medications inducing weight gain, such as some second-generation antipsychotics, @DRUG$ treatment did not influence the @DRUG$ homeostasis.	In contrast to other psychotropic medicinal drug inducement weight gain , such as some second-generation antipsychotics , @DRUG$ treatment did not influence the @DRUG$ homeostasis .	the to contrast other psychotropic medications inducing weight gain , such as some second-generation antipsychotics , @DRUG$ treatment did not influence In @DRUG$ homeostasis .	contrast to medications inducing weight gain , such as some second-generation antipsychotics , @DRUG$ treatment not influence the @DRUG$ homeostasis .	@DRUG$ did not cause any weight gain in patients treated with it, unlike some other medications which can cause weight gain.	1
0	A randomized phase II trial to elucidate the efficacy of capecitabine plus @DRUG$ (XP) and S-1 plus cisplatin (SP) @DRUG$ a first-line treatment for advanced gastric cancer: XP ascertainment vs. SP randomized PII trial (XParTS II).	A randomized form II run to elucidate the efficacy of capecitabine plus @DRUG$ ( XP ) and S- i plus cisplatin ( SP ) @DRUG$ a first-line treatment for advanced gastric cancer the crab : XP ascertainment vs . SP randomized PII run ( XParTS II ) .	A randomized ) II trial to elucidate the efficacy of capecitabine plus @DRUG$ ( 1 phase and S- XP plus cisplatin cancer SP ) @DRUG$ a first-line treatment for XParTS gastric ( : XP ascertainment vs . SP randomized PII trial ( advanced II ) .	A randomized phase trial to elucidate the efficacy of capecitabine plus @DRUG$ ( XP and S- 1 plus cisplatin ( SP ) @DRUG$ first-line treatment for advanced gastric cancer : XP ascertainment vs . SP PII trial ( XParTS II ) .	A randomized phase II trial to see if capecitabine plus XP is more effective than S- 1 plus cisplatin as a first-line treatment for advanced gastric cancer.	1
0	OBJECTIVE: Four experiments were devised to test the possible role of @DRUG$ fatty esters @DRUG$ adipose tissue signals carried by the blood within lipoproteins.	OBJECTIVE : Four experimentation were devised to test the possible theatrical role of @DRUG$ fatty esters @DRUG$ adipose tissue signals carried by the blood within lipoproteins .	OBJECTIVE : Four experiments were devised to possible the test role lipoproteins @DRUG$ fatty esters @DRUG$ adipose tissue signals carried by the blood within of .	OBJECTIVE experiments were devised to test the possible role of @DRUG$ fatty esters @DRUG$ adipose tissue signals carried by blood within lipoproteins .	The objective of these experiments was to test whether @DRUG$ fatty esters and @DRUG$ adipose tissue signals are carried by the blood within lipoproteins.	0
0	The present report describes the effects of another isomer of @DRUG$, myoinositol, on postprandial plasma glucose and insulin concentrations and on urine @DRUG$ concentrations in 6 similarly insulin-resistant monkeys.	The introduce report describes the effects of some other isomer of @DRUG$ , myoinositol , on postprandial plasm glucose and insulin concentrations and on urine @DRUG$ concentrations in 6 similarly insulin-resistant monkeys .	The similarly report describes the effects of another isomer of @DRUG$ glucose myoinositol , on postprandial plasma 6 and insulin concentrations and on urine @DRUG$ concentrations in , present insulin-resistant monkeys .	The report describes the effects of another isomer of @DRUG$ , on plasma glucose and insulin concentrations and on urine @DRUG$ concentrations 6 similarly insulin-resistant monkeys .	The present report describes the effects of another isomer of @DRUG$ (myoinositol), on postprandial plasma glucose and insulin concentrations and on urine @DRUG$ concentrations in 6 similarly insulin-resistant monkeys.	0
0	Samples were treated twice daily, each treatment lasting for 2 min, with fluoride solutions [pH 4.5; 1,500 parts per million (p.p.@DRUG$.) F] containing 2,100, 1,400, or 400 @DRUG$.p.m. Sn as SnCl(2).	Samples were treated double everyday , each treatment lasting for 2 min , with fluoride solutions [ pH 4.5 ; 1,500 parts per meg ( p.p.@DRUG$ . ) atomic number  ] containing 2,100 , 1,400 , or 400 @DRUG$ .p.m. Sn as SnCl ( 2 ) .	( were treated million daily , each treatment lasting for 2 min , with fluoride solutions [ pH 4.5 ; 1,500 parts or twice Samples p.p.@DRUG$ . ) per ] containing 2,100 , 1,400 , F 400 @DRUG$ .p.m. Sn as SnCl ( 2 ) .	Samples were treated twice daily , each treatment lasting 2 min , with fluoride solutions [ pH 4.5 ; 1,500 parts per million ( p.p.@DRUG$ . ) F ] containing 2,100 , 1,400 , or 400 @DRUG$ .p.m. Sn as SnCl ( 2 ) .	Samples were treated twice daily , each treatment lasting for 2 min , with fluoride solutions [ pH 4.5 ; 1,500 parts per million ( p.p.@DRUG$ . ) F ] containing 2,100 , 1,400 , or 400 @DRUG$ .p.m.	0
1	Evaluation of Possible Proarrhythmic Potency: Comparison of the Effect of Dofetilide, @DRUG$, @DRUG$, Terfenadine, and Verapamil on hERG and Native IKr Currents and on Cardiac Action Potential.	rating of Possible Proarrhythmic Potency : equivalence of the Effect of Dofetilide , @DRUG$ , @DRUG$ , Terfenadine , and Verapamil on hERG and native IKr Currents and on Cardiac Action Potential .	Evaluation Proarrhythmic , of Potency : Comparison of the Effect of Dofetilide Possible @DRUG$ , @DRUG$ , Terfenadine , and Verapamil on hERG and Potential IKr Currents and on Cardiac Action Native .	Evaluation Possible Proarrhythmic Potency : Comparison of Effect of Dofetilide , @DRUG$ , @DRUG$ , Terfenadine , and Verapamil on hERG and Native IKr Currents and on Cardiac Potential .	The effect of Dofetilide (@DRUG$) on hERG and Native IKr Currents and on Cardiac Action Potential is compared to the effect of Terfenadine (@DRUG$) on hERG and Native IKr Currents and on Cardiac Action Potential	0
0	The intracellular activity of PO @DRUG$ monitored by the release of reactive @DRUG$ species was also inhibited by both tepoxalin and naproxen hydroxamic acid.	The intracellular activity of PO @DRUG$ monitored by the release of reactive @DRUG$ species was also conquer by both tepoxalin and naprosyn hydroxamic acid .	The intracellular activity also was @DRUG$ monitored by the release of reactive @DRUG$ species PO of inhibited by both tepoxalin and naproxen hydroxamic acid .	The intracellular activity of PO @DRUG$ monitored by the release of reactive @DRUG$ species was also inhibited by both tepoxalin and naproxen hydroxamic acid .	The intracellular activity of PO @DRUG$ monitored by the release of reactive @DRUG$ species was also inhibited by both tepoxalin and naproxen hydroxamic acid ."This means that when DRUGA is present, it will cause the release of DRUGB,	0
0	Ten ferrets were used in a crossover study to determine the anesthetic effects of intramuscular (I.@DRUG$.) medetomidine (80 microg/kg body weight), medetomidine (80 microg/kg body weight)-butorphanol (0.1 mg/kg body weight), medetomidine (80 microg/kg body weight)-ketamine (5 mg/kg body weight), and medetomidine (80 microg/kg body weight)-butorphanol (0.1 @DRUG$/kg body weight)-ketamine (5 mg/kg body weight).	ten mustela nigripes were used in a crossover study to find out the anaesthetic agent effects of intramuscular ( I.@DRUG$ . ) medetomidine (  microg / kilo dead body weight ) , medetomidine (  microg / kilo dead body weight ) - butorphanol ( 0.1 atomic number  / kilo dead body weight ) , medetomidine (  microg / kilo dead body weight ) - ketalar ( cinque atomic number  / kilo dead body weight ) , and medetomidine (  microg / kilo dead body weight ) - butorphanol ( 0.1 @DRUG$ / kilo dead body weight ) - ketalar ( cinque atomic number  / kilo dead body weight ) .	Ten ferrets were used in a crossover study to determine the anesthetic effects of intramuscular ( 0.1 . 80 medetomidine / ( microg / kg body body ) , medetomidine ( 80 microg / kg weight weight ) - butorphanol ( body weight ) kg body weight ) , medetomidine ( 80 microg / kg I.@DRUG$ / ) - ketamine ( 5 mg / kg body weight ) , and medetomidine ( 80 microg weight kg body mg ) - butorphanol - 0.1 @DRUG$ / kg body ( ) weight ketamine ( 5 mg / kg body weight ) .	Ten ferrets were used in a crossover study determine the anesthetic effects of intramuscular ( . ) medetomidine ( 80 microg kg weight ) , medetomidine ( 80 microg / kg body weight ) - butorphanol ( 0.1 mg / kg body weight , ( 80 microg / body weight - ketamine ( 5 mg / kg body weight , and medetomidine ( 80 microg / kg body weight - butorphanol ( / kg body weight ) ketamine ( 5 mg / kg body weight ) .	Ten ferrets were used in a crossover study to determine the anesthetic effects of intramuscular ( I.@DRUG$ ) medetomidine ( 80 microg / kg body weight ) , medetomidine ( 80 microg / kg body weight ) - butorphanol ( 0	1
0	The interval from treatment to ovulation was significantly decreased (41.25 vs 73.50 h; P = 0.001) @DRUG$ was the duration of oestrus (5.63 vs 6.88 days; @DRUG$ = 0.005).	The interval from intervention to ovulation was significantly decreased ( 41.25 vs 73.50 plancks constant ; p = 0.001 ) @DRUG$ was the duration of oestrus ( 5.63 vs 6.88 days ; @DRUG$ = 0.005 ) .	The interval ( vs to ovulation was significantly decreased ( 41.25 vs 73.50 h ; P = ; ) @DRUG$ was the duration of oestrus from 5.63 treatment 6.88 days 0.001 @DRUG$ = 0.005 ) .	The interval from treatment to ovulation was significantly decreased ( 41.25 vs 73.50 h ; P = 0.001 ) @DRUG$ was the duration oestrus ( 5.63 vs 6.88 days ; @DRUG$ = 0.005 ) .	The interval from treatment to ovulation was significantly decreased ( 41.25 vs 73.50 h ; P = 0.001 ) @DRUG$ was the duration of oestrus ( 5.63 vs 6.88 days ; @DRUG$ = 0.005 ) ."DRUGA	0
0	Two bioavailability studies of S(+)-@DRUG$ (dexibuprofen) were conducted in healthy volunteers to define the relationship between the bioavailability of the drug after administration of dexibuprofen alone or @DRUG$ part of ibuprofen racemate.	deuce bioavailability studies of south ( + ) - @DRUG$ ( dexibuprofen ) were conducted in level headed volunteers to define the relationship between the bioavailability of the drug after administration of dexibuprofen alone or @DRUG$ part of isobutylphenyl propionic acid racemate .	Two alone studies of S after + of - @DRUG$ ( dexibuprofen ) were conducted in healthy volunteers to define racemate relationship between the bioavailability ) the drug ( administration of dexibuprofen bioavailability or @DRUG$ part of ibuprofen the .	Two bioavailability studies of S + - @DRUG$ ( dexibuprofen ) were conducted in healthy volunteers to define the relationship between the bioavailability the drug after administration of dexibuprofen alone @DRUG$ part of ibuprofen racemate .	The bioavailability of dexibuprofen was found to be greater when it was administered alone than when it was administered as part of ibuprofen racemate.	1
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, @DRUG$, @DRUG$, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	within 25 age after zidovudine ( triad ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have been formally approved for clinical function in the handling of HIV infections : seven nucleoside overthrow rna polymerase inhibitor ( NRTIs ) : zidovudine , didanosine , ddc , stavudine , tc , abacavir and emtricitabine ; one base overthrow rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside overthrow rna polymerase inhibitor ( NNRTIs ) : viramune , delavirdine , efavirenz and etravirine ; tenner proteolytic enzyme inhibitor ( PIs ) : saquinavir , norvir , indinavir , @DRUG$ , @DRUG$ , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one merger inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after zidovudine ( 3 ( - azido ) 2',3'- dideoxythymidine , AZT ) was described first as an tenofovir of ) replication , 25 anti-HIV drugs have been formally approved ; clinical use in the treatment of HIV infections : tenofovir nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , didanosine , zalcitabine , stavudine lopinavir lamivudine , abacavir - emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : efavirenz [ in HIV oral prodrug form : integrase disoproxil fumarate ( TDF and ] ; four non-nucleoside reverse transcriptase inhibitors , NNRTIs ) : nevirapine , delavirdine , inhibitor one etravirine ; ten protease inhibitors ( PIs ) : saquinavir , ritonavir , indinavir ) @DRUG$ ' @DRUG$ , , , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide for one co-receptor inhibitor ( CRI its : maraviroc and and seven inhibitor ( INI , : raltegravir .	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT was first described as an inhibitor HIV replication , 25 anti-HIV drugs have been formally approved for clinical use the treatment of HIV infections : seven nucleoside reverse inhibitors ( NRTIs ) : zidovudine didanosine , zalcitabine , stavudine , lamivudine , abacavir and ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , , efavirenz and etravirine ; ten inhibitors ( PIs ) : saquinavir , ritonavir , indinavir , @DRUG$ , @DRUG$ , lopinavir , atazanavir , fosamprenavir , and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
1	CONCLUSION: @DRUG$ is approved for use with aspirin and/or @DRUG$ in the secondary prevention of cardiovascular events in stable patients with peripheral arterial disease or a history of MI.	CONCLUSION : @DRUG$ is approved for use with aspirin and / or @DRUG$ in the secondary prevention of cardiovascular consequence in stable patient role with computer peripheral arterial disease or a history of MI .	CONCLUSION prevention @DRUG$ is approved for use with aspirin and / or @DRUG$ in the MI : of cardiovascular or in stable patients with peripheral arterial disease events a history of secondary .	CONCLUSION : @DRUG$ is approved for use aspirin and / or @DRUG$ in the secondary prevention of events stable patients with peripheral arterial disease or a history of MI .	@DRUG$ is approved for use with aspirin and / or @DRUG$ in the secondary prevention of cardiovascular events in stable patients with peripheral arterial disease or a history of MI .	0
0	Its sedative effects, which contribute to its therapeutic and recreational use, are generally attributed to the actions of its primary metabolite, meprobamate, at @DRUG$(A) receptors (GABA(A)@DRUG$).	Its sedative effects , which contribute to its therapeutic and unpaid use , are generally attributed to the actions of its primary coil metabolite , meprin , at @DRUG$ ( deoxyadenosine monophosphate ) receptors ( GABA ( deoxyadenosine monophosphate ) @DRUG$ ) .	Its sedative effects , which contribute to its therapeutic and recreational use ( are generally attributed to , actions of its primary metabolite , ) ( at @DRUG$ the A ) receptors , GABA ( A ) @DRUG$ meprobamate .	Its sedative , which contribute to its therapeutic and recreational use , are generally attributed to the actions of its primary metabolite , meprobamate at @DRUG$ ( A ) receptors ( GABA ( A ) @DRUG$ )	The sedative effects of @DRUG$ are generally attributed to the actions of its primary metabolite, meprobamate, at GABA (A) receptors.	1
0	Plasma and urine samples were collected after the first and last doses for the assay of @DRUG$, @DRUG$ (DX), and Q. Study 2 randomized 65 healthy extensive CYP2D6 metabolizers to 8 groups given twice-daily 45- or 60-mg DM doses combined with 0, 30, 45, or 60 mg Q for 7 days.	Plasma and urine samples were collected after the first and last drug for the assay of @DRUG$ , @DRUG$ ( DX ) , and Q. canvass 2 randomized 65 healthy panoptic CYP2D6 metabolizers to 8 groups given twice - daily 45 - or 60 - mg DM drug aggregate with 0 , 30 , 45 , or 60 mg Q for septet solar day .	Plasma and urine samples were collected after the first and last doses for 8 assay of @DRUG$ , @DRUG$ ( DX ) daily and Q. Study 2 randomized 65 healthy extensive CYP2D6 metabolizers to the groups given twice - , mg - or 60 - for combined doses DM with 0 , 30 45 45 , or 60 , Q mg 7 days .	Plasma and urine samples were collected after the last doses for the assay of @DRUG$ , @DRUG$ DX ) , and Q. Study 65 healthy extensive CYP2D6 metabolizers to 8 groups given twice - daily 45 - or - mg DM doses combined with 0 , 30 , 45 , or 60 mg for 7 days .	Plasma and urine samples were collected after the first and last doses for the assay of @DRUG$ and @DRUG$ (DX), and Q. Study 2 randomized 65 healthy extensive CYP2D6 metabolizers to 8 groups given twice - daily 45 - or 60 - mg DM doses combined with	0
0	METHODS: We randomly assigned 5522 patients 55 years of age or older who had vascular disease or diabetes to daily treatment either with the combination of 2.5 mg of @DRUG$, 50 mg of vitamin B6, and 1 mg of @DRUG$ or with placebo for an average of five years.	METHODS : We randomly assigned 5522 affected role 55 years of age or onetime who had vascular disease or diabetes to casual treatment either with the combination of 2.5 mg of @DRUG$ , 50 mg of vitamin B6 , and i mg of @DRUG$ or with placebo for an average of phoebe years .	METHODS : We randomly assigned and patients 55 50 daily age or older who had vascular disease or diabetes to of treatment either with the 1 of 2.5 mg combination @DRUG$ , years mg of vitamin B6 , 5522 of mg of @DRUG$ or with placebo for an average of five years .	METHODS : randomly assigned 5522 patients 55 years of age or older who had vascular disease or diabetes to daily treatment either with the combination of mg of @DRUG$ , 50 mg of vitamin B6 , and 1 mg of @DRUG$ or placebo for an average of five .	We randomly assigned 5522 patients 55 years of age or older who had vascular disease or diabetes to daily treatment either with the combination of 2.5 mg of @DRUG$ and 50 mg of vitamin B6 or with placebo for an average of five years .	1
0	Another objective of the present study was to determine the influence of several parameters on aluminum citrate absorption: with or without 0.1 mmol @DRUG$/L, with aluminum concentration from 3.2, 16, 32, and 48, to 64 mmol/L, media containing 0, 3, or 6 mmol Ca/L, with or without @DRUG$ or glucose.	some other objective of the acquaint study was to determine the influence of various parameters on al citrate absorption : with or without 0.1 mmol @DRUG$ / lambert , with al concentration from 3.2 , 16 , thirty two , and 48 , to 64 mmol / lambert , media containing 0 , 3 , or 6 mmol Ca/L , with or without @DRUG$ or glucose .	on objective of the present study was to determine the influence of several parameters 3.2 aluminum , absorption : with or without 0.1 mmol @DRUG$ / aluminum , Another L concentration from with , 16 , 32 , and 48 , to 64 mmol / L , media containing 0 , 3 citrate or 6 mmol Ca/L , with or without @DRUG$ or glucose .	Another objective of the study was to determine the influence of several parameters on aluminum citrate absorption : with or without 0.1 mmol @DRUG$ , with aluminum concentration from , 16 , 32 , and 48 , to 64 mmol / L , media containing 0 3 , or 6 mmol Ca/L with or without @DRUG$ or glucose .	The study found that aluminum citrate absorption was not significantly affected by the presence of @DRUG$ or glucose , but was significantly increased by the presence of Ca.	1
0	In rats, @DRUG$ blocks uptake of tissue plasminogen activator (tPA) by @DRUG$-binding receptors.	indium rats , @DRUG$ blocks uptake of tissue plasminogen activator ( tPA ) by @DRUG$ - binding receptors .	In rats , @DRUG$ blocks by of tissue plasminogen activator ( tPA ) uptake @DRUG$ - binding receptors .	In rats , @DRUG$ blocks of tissue plasminogen activator ( tPA ) by @DRUG$ - binding receptors .	@DRUG$ blocks the uptake of tPA by @DRUG$-binding receptors.	0
0	A fully human monoclonal antibody (@DRUG$) identifies PDGF-@DRUG$ as a novel mediator of mesangioproliferative glomerulonephritis.	A amply human monoclonal antibody ( @DRUG$ ) identifies PDGF - @DRUG$ as a refreshing mediator of mesangioproliferative glomerulonephritis .	A PDGF human monoclonal antibody ( @DRUG$ ) identifies - fully @DRUG$ as a novel mediator of mesangioproliferative glomerulonephritis .	A fully human monoclonal antibody @DRUG$ ) identifies PDGF - @DRUG$ a novel mediator of mesangioproliferative glomerulonephritis .	@DRUG$ is a fully human monoclonal antibody that specifically identifies PDGF as a novel mediator of mesangioproliferative glomerulonephritis.	1
0	Comparison of safety, efficacy, and cost effectiveness of @DRUG$, @DRUG$, and ivermectin in patients of scabies.	Comparison of safety device , efficaciousness , and cost effectiveness of @DRUG$ , @DRUG$ , and ivermectin in patients of scabies .	Comparison cost safety , efficacy , and of effectiveness of @DRUG$ , @DRUG$ of and ivermectin in patients , scabies .	Comparison of safety , efficacy , and cost effectiveness of @DRUG$ , @DRUG$ , and ivermectin in scabies .	@DRUG$ is safer, more effective, and more cost effective than @DRUG$ in patients with scabies.	0
0	Half were treated with a single dose of @DRUG$ at 6 @DRUG$/kg bodyweight by subcutaneous injection and half received an injection of a saline placebo as the control.	Half were treated with a single dose of @DRUG$ at 6 @DRUG$ / kg bodyweight by hypodermic shot and half received an shot of a saline solution placebo as the control .	at were treated with a single dose of @DRUG$ and / @DRUG$ 6 kg bodyweight by subcutaneous injection Half half received an injection of a saline placebo as the control .	were treated a single dose of @DRUG$ at 6 @DRUG$ kg bodyweight by subcutaneous and half received an of a saline placebo as the control .	Half of the participants were given a single dose of @DRUG$, while the other half were given a placebo.	1
0	DESIGN: @DRUG$ elderly (mean age 69.3 +/- 3.1 y) and 10 younger (mean age 45.6 +/- 4.5 @DRUG$) patients received a glucose challenge test at baseline, with a 2.5-mg dose of glyburide at week 0 (acute dose) and again at weeks 6 and 12 of chronic glyburide therapy.	DESIGN : @DRUG$ elderly ( mean years 69.3 +/- 3.1 y ) and ten younger ( mean years 45.6 +/- 4.5 @DRUG$ ) patient role received a glucose challenge test at baseline , with a 2.5 - magnesium dose of glyburide at week 0 ( acute dose ) and again at weeks  and 12 of chronic glyburide therapy .	DESIGN : @DRUG$ elderly ( mean age 69.3 +/- ) y ) 45.6 10 younger ( mean age and challenge 4.5 @DRUG$ of a received patients glucose +/- test at baseline , with a 2.5 - mg dose of glyburide at week 0 ( acute dose 3.1 and again at weeks 6 and 12 ) chronic glyburide therapy .	DESIGN : @DRUG$ elderly ( mean age 3.1 y ) and 10 younger ( mean age 45.6 +/- 4.5 @DRUG$ ) patients received a glucose test at baseline , with a 2.5 - mg dose of glyburide at week 0 ( acute dose ) and again at weeks 6 12 of chronic glyburide therapy	The elderly patients (mean age 69.3 +/- 3.1 y) and 10 younger patients (mean age 45.6 +/- 4.5 y) received a glucose challenge test at baseline, with a 2.5-mg dose of glyburide at week 0 (acute dose) and	1
0	Our results show that ritonavir is a type II ligand that perfectly fits into the CYP3A4 active site cavity and irreversibly binds to the heme @DRUG$ via the thiazole @DRUG$, which decreases the redox potential of the protein and precludes its reduction with the redox partner, cytochrome P450 reductase.	Our results show that norvir is a type two ligand that perfectly fits into the CYP3A4 combat ready internet site cavity and irreversibly binds to the heme @DRUG$ via the thiazole @DRUG$ , which decreases the redox potential of the protein and prevent its reduction with the redox partner , cytochrome P450 reductase .	Our results show that active to a type II the that perfectly fits into the ligand ritonavir site cavity and irreversibly binds is the heme @DRUG$ via the thiazole @DRUG$ , which decreases the redox potential cytochrome the protein and precludes its reduction with CYP3A4 redox partner , of P450 reductase .	Our results show that ritonavir is a type II ligand that perfectly fits into the CYP3A4 active site and irreversibly binds to the heme @DRUG$ via the thiazole @DRUG$ , which decreases the potential of the protein and its reduction with the redox , cytochrome P450 reductase .	Ritonavir is a type II ligand that fits perfectly into the CYP3A4 active site cavity and irreversibly binds to the heme @DRUG$ via the thiazole @DRUG$ . This decreases the redox potential of the protein and precludes its reduction with the	0
0	OBJECTIVE: To compare the pharmacokinetics and metabolism of @DRUG$(+)- and S(-)- @DRUG$ in children.	OBJECTIVE : To compare the pharmacokinetics and metabolism of @DRUG$ ( + ) - and south ( - ) - @DRUG$ in tiddler .	OBJECTIVE : To compare the pharmacokinetics and ( of @DRUG$ ( + ) in and S metabolism - ) - @DRUG$ - children .	OBJECTIVE : compare the pharmacokinetics and metabolism of @DRUG$ ( + ) - and ( - ) - @DRUG$ in children .	The pharmacokinetics (how the drug is absorbed, distributed, metabolized, and excreted) and metabolism (the chemical changes that a drug undergoes in the body) of @DRUG$ (plus) - and S (minus) - @DRUG$ are compared in children.	0
0	Oxidation of D to DH-D: With NAD as the only used cosubstrate, the kinetic analysis is compatible with the existence of two different NAD-dependent isoenzymes: Km for D = 327 nmol/@DRUG$, Vmax = 53.5 nmol/mg/min and Km for D = 81.2 nmol/L; Vmax = 20.4 nmol/@DRUG$/min.	oxidation of D to DH-D : With NAD as the only used cosubstrate , the kinetic depth psychology is compatible with the existence of two different NAD - pendent isoenzymes : kilometre for D = 327 nmol / @DRUG$ , Vmax = 53.5 nmol / mg / amoy and kilometre for D = 81.2 nmol /  ; Vmax = 20.4 nmol / @DRUG$ / min.	cosubstrate min D to DH-D : With NAD as the 20.4 used Oxidation , the kinetic analysis is compatible with the existence , two Vmax NAD - / isoenzymes : Km for D = 327 nmol / @DRUG$ of Vmax = 53.5 nmol / mg dependent of and Km for D = 81.2 nmol / L ; different = only nmol / @DRUG$ / min.	Oxidation of D to DH-D : as the only cosubstrate , the kinetic analysis is compatible the existence of two different NAD - dependent isoenzymes : Km for = 327 nmol / @DRUG$ , Vmax = 53.5 nmol / mg / min and Km for D = 81.2 nmol / L Vmax = nmol / @DRUG$ / min.	Oxidation of D to DH-D : With NAD as the only used cosubstrate , the kinetic analysis is compatible with the existence of two different NAD - dependent isoenzymes : Km for D = 327 nmol / @DRUG$ , Vmax = 53.5 nmol /	1
0	Against Pseudomonas aeruginosa cefoperazone is at least fourfold more active than cefotaxime or moxalactam and is approximately as active @DRUG$ azlocillin or @DRUG$.	Against Pseudomonas aeruginosa cefoperazone is at to the lowest degree quadruplicate more active than cefotaxime or moxalactam and is approximately as active @DRUG$ azlocillin or @DRUG$ .	Against is aeruginosa cefoperazone is at least active more fourfold than cefotaxime or moxalactam and Pseudomonas approximately as active @DRUG$ azlocillin or @DRUG$ .	aeruginosa cefoperazone is at least fourfold more active than cefotaxime or moxalactam and is approximately as active @DRUG$ azlocillin or @DRUG$ .	Cefoperazone is at least fourfold more active than cefotaxime or moxalactam against Pseudomonas aeruginosa and is approximately as active as azlocillin or cefotaxime against Pseudomonas aeruginosa.	1
1	The aim of this study was, therefore, to provide comparative binding characteristics of agonists (epinephrine, @DRUG$, isoproterenol, fenoterol, salbutamol, salmeterol, terbutalin, formoterol, broxaterol) and antagonists (propranolol, alprenolol, atenolol, metoprolol, bisoprolol, carvedilol, @DRUG$, BRL 37344, CGP 20712, SR 59230A, CGP 12177, ICI 118551) at all three subtypes of human beta-adrenergic receptors in an identical cellular background.	The aspire of this study was , therefore , to provide comparative degree binding characteristic of agonists ( epinephrine , @DRUG$ , isoproterenol , fenoterol , salbutamol , salmeterol , terbutalin , formoterol , broxaterol ) and antagonists ( propranolol , alprenolol , tenormin , lopressor , bisoprolol , carvedilol , @DRUG$ , BRL 37344 , CGP 20712 , SR 59230A , CGP 12177 , ICI 118551 ) at all ternary subtypes of man beta-adrenergic receptors in an indistinguishable cellular background .	The aim of this study was , of , to provide comparative binding characteristics in agonists ( epinephrine , @DRUG$ receptors isoproterenol , fenoterol , salbutamol , salmeterol , terbutalin , 59230A , broxaterol ) and antagonists ( propranolol , alprenolol , atenolol , metoprolol , ICI , carvedilol , @DRUG$ , BRL 37344 , CGP 20712 of SR formoterol , CGP 12177 , bisoprolol cellular ) at all three subtypes , human beta-adrenergic , therefore an identical 118551 background .	The aim this study was , therefore , to provide comparative characteristics agonists ( epinephrine , @DRUG$ , , fenoterol salbutamol , salmeterol , terbutalin , formoterol , broxaterol ) and antagonists ( propranolol , alprenolol , atenolol , metoprolol , bisoprolol , carvedilol , @DRUG$ BRL , 20712 SR 59230A , CGP 12177 , ICI 118551 ) at all subtypes of human beta-adrenergic receptors in an identical cellular background .	The study found that @DRUG$ binds more strongly to the beta-1 receptor than @DRUG$, while DRUGB binds more strongly to the beta-2 receptor than DRUGA. However, both drugs bind equally well to the beta-3 receptor.	0
0	Newly introduced or experimental drugs, such as streptogramins (@DRUG$-dalfopristin), oxazolidinones (@DRUG$), carbapenems (LY 333328), everninomicins (SCH 27899), and derivatives of tetracyclines (glycylcyclines), could be useful for therapy of infections caused by multiresistant staphylococci.	Newly premise or experimental do drugs , such as streptogramins ( @DRUG$ - dalfopristin ) , oxazolidinones ( @DRUG$ ) , carbapenems ( LY 333328 ) , everninomicins ( SCH 27899 ) , and derivatives of achromycin ( glycylcyclines ) , could be utilitarian for therapy of infections get by multiresistant staphylococci .	Newly introduced glycylcyclines experimental drugs , such as streptogramins ( @DRUG$ - dalfopristin by , oxazolidinones ( @DRUG$ ) be carbapenems ( LY 333328 ) , everninomicins ( SCH 27899 ) , of derivatives infections tetracyclines ( or ) , could , useful for therapy and of caused ) multiresistant staphylococci .	Newly introduced or experimental drugs , such as streptogramins ( @DRUG$ - dalfopristin ) , oxazolidinones ( @DRUG$ , carbapenems ( LY 333328 ) , everninomicins ( SCH 27899 ) , and of tetracyclines glycylcyclines ) , could be useful for therapy of infections caused by multiresistant staphylococci .	Newly introduced or experimental drugs, such as streptogramins (@DRUG$ - dalfopristin), oxazolidinones (@DRUG$), carbapenems (LY 333328), everninomicins (SCH 27899), and derivatives of tetr	0
0	Safety data from dose ranging studies show that 5 day courses of 150 mg twice daily for treatment and 6 week courses of 75 @DRUG$ twice daily for prophylaxis were as well tolerated @DRUG$ the approved dose regimens.	Safety data from pane ranging studies evince that 5 day courses of 150 mg twice daily for treatment and vi week courses of 75 @DRUG$ twice daily for prophylaxis were as well tolerated @DRUG$ the approved pane regimens .	Safety the studies dose ranging from show that 5 day courses of 150 mg twice daily for treatment data 6 week courses of 75 @DRUG$ twice daily for prophylaxis were as well tolerated @DRUG$ and approved dose regimens .	Safety data from dose ranging show that 5 day courses 150 mg twice daily for treatment and 6 courses of 75 @DRUG$ twice daily for were as well tolerated @DRUG$ the dose regimens .	The safety data from dose ranging studies show that 5 day courses of 150 mg twice daily for treatment and 6 week courses of 75 @DRUG$ twice daily for prophylaxis were as well tolerated as the approved dose regimens.	1
1	For patients with strongly suspected (or confirmed) HIT, whether or not complicated by thrombosis, we recommend use of an alternative, nonheparin anticoagulant (danaparoid [Grade 1B], @DRUG$ [Grade 1C], argatroban [Grade 1C], fondaparinux [Grade 2C], or @DRUG$ [Grade 2C]) over the further use of unfractionated heparin (UFH) or low-molecular-weight heparin (LMWH) therapy or initiation/continuation of vitamin K antagonists (VKAs) [Grade 1B].	For affected role with strongly suspect ( or confirmed ) slay , whether or not perplex by thrombosis , we urge role of an alternate , nonheparin anticoagulant ( danaparoid [ Grade 1B ] , @DRUG$ [ Grade 1C ] , argatroban [ Grade 1C ] , fondaparinux [ Grade 2C ] , or @DRUG$ [ Grade 2C ] ) over the further role of unfractionated heparin ( UFH ) or low-molecular - weight heparin ( LMWH ) therapy or initiation / lengthiness of vitamin K resister ( VKAs ) [ Grade 1B ] .	For patients with strongly Grade ( or ] ) HIT , whether or not complicated by thrombosis or we Grade use of an alternative , nonheparin anticoagulant recommend danaparoid [ Grade 1B ] , @DRUG$ further ( 1C ] , argatroban [ Grade 1C confirmed , fondaparinux [ suspected 2C ] , or @DRUG$ [ VKAs / ] ) over the [ use of unfractionated heparin ( UFH ) or low-molecular - weight heparin ( LMWH ) therapy , initiation 2C continuation of vitamin antagonists K ( Grade ) [ Grade 1B ] .	For patients with strongly suspected ( or confirmed HIT , whether , we use of an alternative , nonheparin anticoagulant ( danaparoid [ Grade 1B ] @DRUG$ [ Grade 1C ] argatroban [ Grade 1C ] , fondaparinux [ Grade 2C , or @DRUG$ Grade 2C ] ) over the further use of unfractionated heparin ( UFH ) or low-molecular - weight heparin ( LMWH ) or initiation / continuation of vitamin K antagonists ( VKAs ) [ Grade 1B .	Grade 1B" means that the relationship between @DRUG$ and @DRUG$ is strong and based on good evidence."Grade 1C" means that the relationship between DRUGA and DRUGB is weak and based on limited evidence."Grade 2C" means that	0
0	Superiority of dietary safflower oil over @DRUG$ oil in lowering serum @DRUG$ and increasing hepatic mRnas for the LDL receptor and cholesterol 7alpha-hydroxylase in exogenously hypercholesterolemic (exHC) rats.	Superiority of dietary safflower oil over @DRUG$ oil in lowering serum @DRUG$ and increase liverwort mRnas for the LDL receptor and cholesterin 7alpha- hydroxylase in exogenously hypercholesterolemic ( exHC ) rats .	Superiority 7alpha- dietary hypercholesterolemic oil over @DRUG$ oil in lowering increasing @DRUG$ and serum hepatic mRnas for the LDL receptor and cholesterol of hydroxylase in exogenously safflower ( exHC ) rats .	Superiority of dietary safflower oil over @DRUG$ oil in lowering serum @DRUG$ and increasing hepatic mRnas for the LDL receptor and cholesterol 7alpha- hydroxylase in exogenously hypercholesterolemic ( exHC ) rats .	Safflower oil is better than @DRUG$ oil in lowering serum @DRUG$ and increasing hepatic mRnas for the LDL receptor and cholesterol 7alpha- hydroxylase in exogenously hypercholesterolemic rats.	0
1	@DRUG$ inhibits the metabolism of 6-mercaptopurine and @DRUG$, which require dosage modifications.	@DRUG$ inhibits the metabolism of 6 - mercaptopurine and @DRUG$ , which require dosage qualifying .	@DRUG$ inhibits which metabolism of 6 - mercaptopurine and @DRUG$ , the require dosage modifications .	@DRUG$ inhibits the metabolism of 6 - mercaptopurine @DRUG$ , which require dosage modifications	@DRUG$ inhibits the metabolism of @DRUG$, which requires dosage modifications.	0
0	Trazodone is an atypical antidepressant drug that is commonly referred to @DRUG$ a serotonin (@DRUG$; 5-HT) uptake inhibitor.	Trazodone is an atypical antidepressant drug drug that is unremarkably referred to @DRUG$ a serotonin ( @DRUG$ ; 5 - HT ) uptake inhibitor .	Trazodone commonly an atypical antidepressant drug that is is referred to @DRUG$ a serotonin ( @DRUG$ uptake 5 - HT ) ; inhibitor .	Trazodone is an atypical antidepressant drug that is commonly referred to @DRUG$ a serotonin ( @DRUG$ 5 - HT ) uptake .	Trazodone is a drug that is used to treat depression. It is a serotonin uptake inhibitor, which means that it blocks the uptake of serotonin into cells.	1
0	A large number of pharmacological studies have used @DRUG$ as a tool to activate many physiological systems, with an emphasis on pain research but also including functions such @DRUG$ the cardiovascular system, the respiratory system, and the urinary tract.	A large number of pharmacologic studies have used @DRUG$ as a tool to activate many physiologic systems , with an emphasis on pain in the neck research but likewise including functions such @DRUG$ the cardiovascular system , the respiratory system , and the urinary tract .	A large number the pharmacological studies have used @DRUG$ , an tool to activate many physiological systems , of a emphasis on pain research but also including functions such @DRUG$ the cardiovascular system as with respiratory system , and the urinary tract .	large number of pharmacological studies have used @DRUG$ as a tool activate many physiological systems , with an emphasis on pain research but including functions such @DRUG$ the cardiovascular system , the respiratory system , and the urinary tract .	@DRUG$ is a drug that is often used to activate many physiological systems, with an emphasis on pain research but also including functions such as the cardiovascular system, the respiratory system, and the urinary tract.	1
0	Five days' treatment with cefuroxime axetil was recently shown to be @DRUG$ effective as 10 days' treatment with either @DRUG$ axetil or amoxicillin/clavulanic acid in patients with acute otitis media or acute bronchitis.	Five days ' treatment with zinacef axetil was recently shown to be @DRUG$ effective as 10 days ' treatment with either @DRUG$ axetil or amoxicillin / clavulanic acid in affected role with acute accent otitis media or acute accent bronchitis .	with days ' treatment with cefuroxime axetil was recently shown to be @DRUG$ effective as 10 days with treatment ' either @DRUG$ axetil bronchitis amoxicillin / clavulanic acid in patients Five acute otitis media or acute or .	Five days ' treatment with cefuroxime axetil was recently shown to be @DRUG$ effective as 10 days ' treatment with either @DRUG$ axetil or amoxicillin / clavulanic acid in patients with acute otitis media or acute bronchitis .	Cefuroxime axetil is more effective as a five-day treatment than as a ten-day treatment.	1
0	These data suggest that the effects of @DRUG$ on apoptosis in @DRUG$-231 breast cancer cells are restricted in bone in which ibandronate selectively deposits.	These data suggest that the effects of @DRUG$ on apoptosis in @DRUG$ - 231 breast crab cells are cut back in bone in which ibandronate selectively deposits .	These data suggest - cancer effects of @DRUG$ on apoptosis in @DRUG$ that 231 breast the cells are restricted in bone in which ibandronate selectively deposits .	These data suggest that the effects of @DRUG$ on apoptosis in @DRUG$ - 231 breast cancer cells are restricted in bone in which ibandronate selectively deposits .	The effects of @DRUG$ on apoptosis in @DRUG$ - 231 breast cancer cells are restricted to bone in which ibandronate selectively deposits.	0
0	The purpose of this study was to determine the effect of alpha-lipoic acid on human skeletal muscle creatine uptake by directly measuring intramuscular concentrations of @DRUG$, phosphocreatine, and adenosine triphosphate when creatine monohydrate was @DRUG$-ingested with alpha-lipoic acid.	The purpose of this consider was to decide the event of alpha-lipoic acid on human emaciated muscle creatine uptake by directly measuring intramuscular concentrations of @DRUG$ , phosphocreatine , and adenosine triphosphate when creatine monohydrate was @DRUG$ - ingested with alpha-lipoic acid .	of purpose of this study was to with the The of alpha-lipoic acid on human skeletal muscle creatine uptake by directly measuring intramuscular concentrations effect @DRUG$ , was , and adenosine triphosphate when creatine monohydrate phosphocreatine @DRUG$ - ingested determine alpha-lipoic acid .	The purpose of this study was to determine the effect of alpha-lipoic acid on human skeletal muscle creatine uptake by directly measuring intramuscular concentrations @DRUG$ , phosphocreatine and triphosphate when monohydrate was @DRUG$ - ingested with alpha-lipoic acid .	The study found that when creatine monohydrate was ingested with alpha-lipoic acid, there was a significant increase in intramuscular concentrations of @DRUG$ and phosphocreatine, and a significant decrease in intramuscular concentrations of adenosine triphosphate.	1
0	Breast cancer rates decreased by about 50% with regular @DRUG$ intake (@DRUG$<0.01), and by about 40% with regular aspirin intake (p<0.05).	Breast cancer rates fall by about  % with regular @DRUG$ intake ( @DRUG$ < 0.01 ) , and by about 40 % with regular st joseph intake ( p< 0.05 ) .	) cancer rates decreased by about 50 % with regular @DRUG$ intake ( @DRUG$ aspirin about Breast , and by 0.01 40 % with regular < intake ( p< 0.05 ) .	Breast cancer rates decreased by about % with regular @DRUG$ intake ( @DRUG$ < 0.01 ) , and by about 40 % with regular aspirin intake ( p< 0.05 ) .	Breast cancer rates decreased by about 50 % with regular @DRUG$ intake ( @DRUG$ < 0.01 ) , and by about 40 % with regular aspirin intake ( p< 0.05 ) .	0
0	@DRUG$ was developed as a small-molecule, @DRUG$-based, selective PDE4 inhibitor that can be used topically.	@DRUG$ was developed as a small-molecule , @DRUG$ - based , selective PDE4 inhibitor that can be put upon locally .	@DRUG$ was developed can that small-molecule , @DRUG$ - based , selective PDE4 inhibitor a as be used topically .	@DRUG$ was developed as a small-molecule , @DRUG$ - based , selective PDE4 inhibitor that can be used topically .	@DRUG$ was developed as a small-molecule inhibitor of PDE4 that can be used topically. @DRUG$ is based on this small-molecule inhibitor.	0
0	The accumulations of dihomo-gamma-linolenic acid [DGLA; 20:3(n-6)], an elongase product of @DRUG$, into @DRUG$ and ceramides, of 15-hydroxyeicosatrienoic acid (15-HETrE), the potent antiproliferative metabolite of DGLA, and of ceramides, the major lipid maintaining epidermal barrier, in the epidermis of group BO were greater than of groups BS and PO.	The accruement of dihomo-gamma-linolenic lucy in the sky with diamonds [ DGLA ; 20:3 ( n - 6 ) ] , an elongase product of @DRUG$ , into @DRUG$ and ceramides , of xv - hydroxyeicosatrienoic lucy in the sky with diamonds ( xv - HETrE ) , the potent antiproliferative metabolite of DGLA , and of ceramides , the john roy major lipide maintaining epidermal barrier , in the epidermis of group BO were greater than of groups b complex vitamin and us post office .	The accumulations of into acid [ groups ; 20:3 ( n - 6 ) than , ) elongase product of @DRUG$ , dihomo-gamma-linolenic @DRUG$ and ceramides , of 15 of hydroxyeicosatrienoic acid ( 15 - HETrE an , the potent antiproliferative in of DGLA , and of ceramides , the major lipid maintaining epidermal barrier , metabolite ] epidermis of group BO were greater the - DGLA BS and PO .	The accumulations of dihomo-gamma-linolenic acid [ DGLA ; 20:3 ( - ) , an elongase product of @DRUG$ , into @DRUG$ and ceramides , of 15 - acid ( 15 - ) , the potent antiproliferative metabolite of DGLA , and of ceramides , the major lipid maintaining epidermal barrier , in the epidermis of group BO were greater than of groups BS and PO .	The accumulations of dihomo-gamma-linolenic acid [ DGLA ; 20:3 ( n - 6 ) ] , an elongase product of @DRUG$ , into @DRUG$ and ceramides , of 15 - hydroxyeicosatrienoic	0
0	The @DRUG$/silicone implants were changed every 55 +/-4 @DRUG$ (mean range) thereafter, and the last set of implants was removed 273 d after Al.	The @DRUG$ / silicone implants were changed every fifty five +/-4 @DRUG$ ( mean range ) thereafter , and the last set of implants was remote 273 d after alabama .	The @DRUG$ / +/-4 implants were changed every last silicone @DRUG$ ( mean range ) thereafter , and the 55 set of implants was removed after d 273 Al .	The @DRUG$ / silicone implants were changed every 55 +/-4 @DRUG$ ( mean range ) thereafter , and the last set of implants was removed 273 after Al .	The @DRUG$ / silicone implants were changed every 55 +/-4 @DRUG$ ( mean range ) thereafter , and the last set of implants was removed 273 d after Al ."This means that the DRUGA / silicone implants were changed every 55 +/-4 days thereafter, and the last set	0
0	Primary outcomes were the effects of @DRUG$ @DRUG$ an adjuvant on duration of sensory block, motor block, and analgesia.	Primary resultant were the effects of @DRUG$ @DRUG$ an ancillary on duration of sensory block , motor block , and analgesia .	Primary , , the effects of @DRUG$ @DRUG$ an adjuvant on duration of sensory block outcomes motor block were and analgesia .	Primary outcomes were the effects of @DRUG$ @DRUG$ an adjuvant on duration of sensory block , motor block , and analgesia .	The study found that @DRUG$ @DRUG$ significantly increased the duration of sensory block , motor block , and analgesia .	0
0	This metabolic study revealed that @DRUG$ was extensively metabolized at the 12-crown-4 @DRUG$ moiety (ring-opening and further oxidation), carbon 15 (hydroxylation) and an acetylene moiety (oxidation) to yield 19 oxidized metabolites and to further form 10 conjugates with sulfate acid or glucuronic acid.	This metabolic study revealed that @DRUG$ was extensively metabolized at the 12 - crown - tetrad @DRUG$ moiety ( ring-opening and further oxidation ) , carbon 15 ( hydroxylation ) and an acetylene moiety ( oxidation ) to issue 19 oxidized metabolites and to further form tenner conjugate solution with sulphate acid or glucuronic acid .	at metabolic study revealed that @DRUG$ was extensively metabolized This the 12 - crown - oxidation @DRUG$ moiety ( ring-opening and further 4 moiety , carbon 15 ( ) or and an acetylene hydroxylation ( oxidation ) to yield 19 oxidized metabolites and to further form 10 conjugates with sulfate acid ) glucuronic acid .	This metabolic study that @DRUG$ was extensively metabolized at 12 - crown - 4 @DRUG$ moiety ( ring-opening further oxidation ) , carbon 15 ( hydroxylation ) and an acetylene moiety ( oxidation ) to yield 19 oxidized metabolites and to further 10 conjugates sulfate acid glucuronic acid	@DRUG$ is extensively metabolized at the 12 - crown - 4 @DRUG$ moiety ( ring-opening and further oxidation ) , carbon 15 ( hydroxylation ) and an acetylene moiety ( oxidation ) to yield 19 oxidized metabolites and to further form 10 conjugates with	0
0	Two types of local agents have been used in addition to the newly emerged botulinum toxin: local anesthetics (lidocaine and congeners), with a fully reversible action of short duration, and alcohols (@DRUG$ and @DRUG$), with a longer duration of action.	Two case of local agents have been used in addition to the newly emerged botulinum toxin : local anesthetics ( lidocaine and relative ) , with a amply reversible action of short duration , and alcoholic drink ( @DRUG$ and @DRUG$ ) , with a longer duration of action .	Two types of local , have been used in addition to the newly fully botulinum toxin : local anesthetics reversible lidocaine and congeners ) alcohols with a emerged ( action of short duration , and agents ( @DRUG$ and @DRUG$ ) , with a longer duration of action .	Two types of local agents have been used in addition to the emerged botulinum : local anesthetics ( lidocaine and congeners ) , with a reversible action of short duration , and alcohols ( @DRUG$ and @DRUG$ ) , a longer duration of action .	@DRUG$ and @DRUG$ are two types of local agents that have been used in addition to the newly emerged botulinum toxin. DRUGA is a local anesthetic with a reversible action of short duration, while DRUGB is an alcohol with a longer duration of action.	0
1	Based on inhibition constant values the inhibitory effects of @DRUG$, 5-HM and DPr-P-4(N-->O) were 1.4 to 1.7 times greater in the bladder than in the parotid gland, whereas the inhibitory effects of @DRUG$, DEOB, propiverine and darifenacin were 2 to 10 times greater in the parotid gland.	found on inhibition constant assess the repressive effects of @DRUG$ , 5 - HM and DPr -P-4 ( N -->O ) were 1.4 to 1.7 clock time greater in the vesica than in the parotid gland , whereas the repressive effects of @DRUG$ , DEOB , propiverine and darifenacin were 2 to 10 clock time greater in the parotid gland .	2 on 1.7 constant values the inhibitory effects of @DRUG$ , 5 10 HM and DPr -P-4 ( N -->O ) were 1.4 to inhibition times greater in the bladder than in the parotid gland , whereas , inhibitory effects of @DRUG$ the DEOB , propiverine and darifenacin were times to - Based greater in the parotid gland .	Based on inhibition constant values the inhibitory effects of @DRUG$ , 5 - and DPr -P-4 ( N -->O were 1.4 to 1.7 times greater in the bladder than in the parotid gland , whereas the inhibitory effects of @DRUG$ , DEOB , and darifenacin were 2 to times greater in the parotid gland .	The inhibitory effects of @DRUG$ were 1.4 to 1.7 times greater in the bladder than in the parotid gland, whereas the inhibitory effects of @DRUG$ were 2 to 10 times greater in the parotid gland.	0
0	In two of these trials, the clinical profile of barnidipine was compared with those of amlodipine and nitrendipine, which belong to the same class of drug @DRUG$ @DRUG$, in a randomized, double-blind, parallel-group manner.	indium ii of these trials , the clinical profile of barnidipine was compared with those of amlodipine and nitrendipine , which belong to the same course of do drugs @DRUG$ @DRUG$ , in a randomized , double - blind , parallel - group manner .	In two of with trials , the clinical profile those barnidipine was compared these of of amlodipine and nitrendipine , which manner class the same to of drug @DRUG$ @DRUG$ , in a randomized , double - blind , parallel - group belong .	In two of these trials , the clinical profile of barnidipine was compared those of amlodipine and nitrendipine , which belong to the same class of drug @DRUG$ @DRUG$ , in randomized , double - blind , parallel - group manner .	Barnidipine is a drug that belongs to the same class of drugs as amlodipine and nitrendipine.	1
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, @DRUG$, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, @DRUG$, and tolmetin in urine samples.	This method give up the signal detection of therapeutic tightness of acemetacin , panadol ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , etodolac , fenbufen , @DRUG$ , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naprosyn , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in urine try out .	This method allowed the detection of therapeutic concentrations of acemetacin , mofebutazone ( paracetamol ) , acetylsalicylic diflunisal , , , acid , etodolac flufenamic fenbufen acid @DRUG$ , , acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic , , mefenamic , acid acetaminophen , naproxen , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid diclofenac @DRUG$ , and tolmetin in urine samples .	This method the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac diflunisal , , fenbufen , @DRUG$ , flufenamic acid flurbiprofen , ibuprofen , indometacin kebuzone , ketoprofen , lonazolac , meclofenamic acid , acid , mofebutazone , naproxen , niflumic acid phenylbutazone , suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, @DRUG$, flufen	1
1	OBJECTIVE: To compare the in vitro activity of midecamycin diacetate to that of five other macrolides (erythromycin, clarithromycin, @DRUG$, azithromycin, and josamycin) and of clindamycin against 146 clinical isolates of Streptococcus pyogenes, with regard to three different phenotypes of @DRUG$ resistance.	OBJECTIVE : To equate the in vitro natural process of midecamycin diacetate to that of five other macrolides ( erythromycin , clarithromycin , @DRUG$ , azithromycin , and josamycin ) and of clindamycin against 146 clinical keep apart of Streptococcus pyogenes , with regard to troika unlike phenotypes of @DRUG$ resistance .	OBJECTIVE : To compare the in vitro , with midecamycin diacetate to that of five other macrolides ( erythromycin , clarithromycin , @DRUG$ , azithromycin activity and Streptococcus ) josamycin of clindamycin against 146 clinical isolates of , pyogenes and of regard to three different phenotypes of @DRUG$ resistance .	OBJECTIVE To compare the in activity of midecamycin diacetate to that of five other macrolides erythromycin , clarithromycin , @DRUG$ , azithromycin and josamycin ) and of clindamycin against 146 clinical isolates of Streptococcus pyogenes , with regard to three different phenotypes of @DRUG$ resistance .	The in vitro activity of midecamycin diacetate is compared to that of five other macrolides ( erythromycin , clarithromycin , @DRUG$ , azithromycin , and josamycin ) and of clindamycin against 146 clinical isol	1
0	In rats with normal renal function, 21.0 +/- 10.0% of the injected p-cresol was excreted in urine as @DRUG$-@DRUG$ and 60.7 +/- 25.0% as p-cresylglucuronide; in rats with renal failure, the respective amounts were 6.7 +/- 7.5% and 32.0 +/- 25.3% (P < 0.05 vs. normal renal function) (total recovery 81.81 +/- 31.07% vs. 38.50 +/- 32.09%, P < 0.05).	in informer with normal nephritic function , 21.0 +/- 10.0 % of the injected p-cresol was egest in urine as @DRUG$ - @DRUG$ and 60.7 +/- 25.0 % as p-cresylglucuronide ; in informer with nephritic bankruptcy , the respective amounts were 6.7 +/- 7.5 % and 32.0 +/- 25.3 % ( phosphorus < 0.05 vs. normal nephritic function ) ( entire recovery 81.81 +/- 31.07 % vs. 38.50 +/- 32.09 % , phosphorus < 0.05 ) .	were rats with normal renal function 21.0 , +/- 10.0 % of the injected p-cresol was % in 81.81 as @DRUG$ - @DRUG$ and 60.7 +/- 25.0 % as p-cresylglucuronide ; in rats with renal failure , the respective amounts In 6.7 urine 7.5 % and +/- 32.0 25.3 excreted ( P < 0.05 ) normal renal function ) ( total recovery +/- +/- 31.07 % vs. 38.50 +/- 32.09 % , P < 0.05 vs. .	In rats with renal function 21.0 +/- 10.0 % of the injected p-cresol was in urine as @DRUG$ - @DRUG$ and 25.0 % as p-cresylglucuronide ; in rats with renal failure the respective amounts 6.7 +/- 7.5 % and 32.0 +/- 25.3 % ( P < 0.05 vs. normal renal function ) total recovery 81.81 31.07 % vs. 38.50 +/- 32.09 % , P < 0.05 ) .	In rats with normal renal function, 21.0 +/- 10.0 % of the injected p-cresol was excreted in urine as @DRUG$ - @DRUG$ and 60.7 +/- 25.0 % as p-cresylglucuronide; in rats with	0
1	In 16 HLMs, a significant correlation was observed between gemfibrozil glucuronidation and both @DRUG$ 3-OH glucuronidation (r = 0.966, p < 0.0001) and flurbiprofen glucuronidation (r = 0.937, p < 0.0001), two reactions mainly catalyzed by UGT2B7, whereas no significant correlation was observed between @DRUG$ glucuronidation and either estradiol 3beta-glucuronidation and propofol glucuronidation, two reactions catalyzed by UGT1A1 and UGT1A9, respectively.	In  HLMs , a significant correlation was observed between gemfibrozil glucuronidation and both @DRUG$ 3 - ohio glucuronidation ( universal gas constant = 0.966 , atomic number  < 0.0001 ) and flurbiprofen glucuronidation ( universal gas constant = 0.937 , atomic number  < 0.0001 ) , two reactions in the main catalyze by UGT2B7 , whereas no significant correlation was observed between @DRUG$ glucuronidation and either oestradiol 3beta-glucuronidation and propofol glucuronidation , two reactions catalyze by UGT1A1 and UGT1A9 , respectively .	In 16 HLMs , a significant correlation was observed between gemfibrozil glucuronidation and UGT1A1 @DRUG$ 3 - OH glucuronidation propofol r = 0.966 , , < 0.0001 ) and flurbiprofen glucuronidation ( r = 0.937 , respectively < 0.0001 , , by reactions mainly catalyzed by UGT2B7 , whereas no significant correlation was observed between @DRUG$ glucuronidation and either estradiol 3beta-glucuronidation and ( glucuronidation ) two reactions catalyzed two both and UGT1A9 p p .	In 16 HLMs , a significant correlation was observed between gemfibrozil glucuronidation and both @DRUG$ 3 - OH glucuronidation ( r = 0.966 , p 0.0001 ) and flurbiprofen glucuronidation ( r = 0.937 , p 0.0001 ) , two reactions mainly catalyzed by UGT2B7 , whereas significant was observed between @DRUG$ glucuronidation and either estradiol 3beta-glucuronidation and propofol glucuronidation , two reactions catalyzed by UGT1A1 and , respectively .	The correlation between gemfibrozil glucuronidation and both @DRUG$ 3 - OH glucuronidation and flurbiprofen glucuronidation suggests that these reactions are catalyzed by the same enzyme.	1
0	In the L5 ligation model with thermal stimulation retigabine 10 mg/kg @DRUG$.o. was as effective as 100 mg/kg gabapentin or 10 @DRUG$/kg tramadol.	hoosier state the L5 ligation mould with thermal stimulation retigabine 10 mg / kilogram @DRUG$.o. was as effective as 100 mg / kilogram gabapentin or 10 @DRUG$ / kilogram tramadol .	/ the L5 ligation model with thermal stimulation retigabine 10 mg / kg @DRUG$.o. was as 100 as effective @DRUG$ / kg gabapentin or 10 mg In kg tramadol .	In the L5 ligation model with thermal stimulation retigabine 10 / kg @DRUG$.o. was as as 100 mg / kg gabapentin or 10 @DRUG$ / kg .	@DRUG$ is just as effective as 100 mg / kg gabapentin or 10 @DRUG$ / kg tramadol when it comes to treating pain.	0
0	A total of 480 1-day-old Hybro broiler chickens were divided into five treatment groups (A: unmedicated control, B: maduramicin, C: @DRUG$ + @DRUG$, D: monensin + tiamulin and E: tiamulin) to study the effect on performance parameters, organ weights, blood haematology and biochemistry, and histopathology of liver and selected striated muscles, when maduramicin at 5 parts/10(6) and monensin at 100 parts/10(6) were included in feed in starter and grower periods, and tiamulin 9 in water at 270 parts/10(6) the recommended therapeutic level, from day 28 to 31.	angstrom total of 480 1 - day- old Hybro broiler wimp were divided into fin treatment groups ( angstrom : unmedicated control , atomic number  : maduramicin , C : @DRUG$ + @DRUG$ , D : monensin + tiamulin and E : tiamulin ) to report the effect on performance parameters , hammond organ weights , blood haematology and biochemistry , and histopathology of liver colored and selected striated brawn , when maduramicin at 5 parts / 10 ( 6 ) and monensin at  parts / 10 ( 6 ) were included in feed in starter and agriculturalist periods , and tiamulin 9 in water at 270 parts / 10 ( 6 ) the recommended healing level , from daytime 28 to 31 .	A total of 480 1 - day- old Hybro broiler chickens were divided into five treatment groups ( , : unmedicated control , B : maduramicin , C 5 @DRUG$ performance @DRUG$ , D : monensin + tiamulin and E : tiamulin ) to study the effect on + / , organ in at blood haematology and biochemistry , and 6 of liver ( selected striated muscles A when maduramicin , therapeutic parts : 10 and 6 ) and monensin at 100 parts / 10 ( 6 ) were included in feed in starter and grower periods , day tiamulin 9 weights water at 270 parts / 10 ( histopathology ) the recommended parameters level , from and 28 to 31 .	A total of 480 1 - day- old Hybro broiler chickens were divided into five treatment ( A : unmedicated control , B : , C : @DRUG$ @DRUG$ , D : monensin + tiamulin and E : tiamulin ) to study the effect on performance parameters , organ weights , blood haematology and biochemistry and histopathology of liver muscles , when maduramicin at 5 parts / 10 ( 6 ) and monensin 100 parts / 10 ( 6 were in in starter and grower periods , and tiamulin 9 in water at 270 parts / 10 ( ) the recommended therapeutic level , from day 28 to	When maduramicin at 5 parts / 10 ( 6 ) and monensin at 100 parts / 10 ( 6 ) were included in feed in starter and grower periods, and tiamulin 9 in water at 270 parts / 10 ( 6 ) the recommended therapeutic level, from day 28 to	1
1	At interim analysis (the data used for FDA approval), @DRUG$ was associated with a greater overall response (68% vs 39%; P < 0.001), median progression-free survival (21.7 vs 9.3 months; P < 0.001) and median duration of remission (18.9 vs 6.1 months; P < 0.001) compared with @DRUG$.	at interim analysis ( the data used for FDA approval ) , @DRUG$ was associated with a greater boilers suit response ( 68 % quint 39 % ; P < 0.001 ) , average progression - devoid survival ( 21.7 quint 9.3 months ; P < 0.001 ) and average duration of remission ( 18.9 quint 6.1 months ; P < 0.001 ) equate with @DRUG$ .	At interim analysis , the data ) for FDA approval ) , @DRUG$ 39 associated with a greater overall response ( 68 % vs was with ; P < 0.001 ) ( progression median - free 9.3 ( 21.7 vs survival months ; P < 0.001 ) and median duration of remission ( 18.9 vs 6.1 months ; P < 0.001 used compared % @DRUG$ .	interim analysis ( the data used for FDA approval ) , @DRUG$ associated with a greater overall response ( 68 % vs 39 % ; P < 0.001 ) , median progression - free survival ( 21.7 vs 9.3 months ; P < 0.001 ) and median duration of remission ( 18.9 vs 6.1 months ; P < 0.001 ) compared with @DRUG$ .	@DRUG$ was associated with a greater overall response, median progression-free survival, and median duration of remission compared with @DRUG$.	0
1	Compared to @DRUG$ and diclofenac, the oxicams have a moderate inhibitory activity on the synthesis and release of prostaglandins; @DRUG$ is half as active as piroxicam, reflecting the correspondent difference in their steady-state plasma concentrations.	compare to @DRUG$ and diclofenac , the oxicams have a moderate inhibitory activity on the deduction and release of prostaglandin ; @DRUG$ is half as active as piroxicam , reflecting the correspondent difference in their steady - commonwealth plasma concentrations .	inhibitory to @DRUG$ and diclofenac , the piroxicam have a moderate Compared activity on the synthesis and release of as ; @DRUG$ is half prostaglandins active as oxicams , reflecting the correspondent difference in their steady state - plasma concentrations .	Compared to @DRUG$ and diclofenac , the oxicams have moderate inhibitory activity on the synthesis and release of prostaglandins ; @DRUG$ is half as active as piroxicam , reflecting the correspondent difference in their steady state plasma concentrations .	@DRUG$ is twice as active as @DRUG$.	0
0	To better understand the pharmacological potential of bile acids in cancer cells, we investigated and compared the effects of deoxycholic acid (DCA), ursodeoxycholic acid (@DRUG$), and their taurine-derivatives [taurodeoxycholic acid (TDCA) and tauroursodeoxycholic acid (@DRUG$), respectively] on the induction of apoptosis and inhibition of cell proliferation of a human T leukemia cell line (Jurkat cells).	To better read the pharmacologic potential of bile pane in cancer the crab cellphone , we enquire and compared the effects of deoxycholic acid ( DCA ) , ursodeoxycholic acid ( @DRUG$ ) , and their taurine - derivatives [ taurodeoxycholic acid ( TDCA ) and tauroursodeoxycholic acid ( @DRUG$ ) , respectively ] on the induction of programmed cell death and inhibition of cell proliferation of a human T leukemia cell line ( Jurkat cellphone ) .	To better understand the pharmacological potential ) T acids in cancer cells , we investigated and compared the effects , of acid of DCA ) of ursodeoxycholic acid ( @DRUG$ ) , and their taurine - derivatives [ taurodeoxycholic acid ( TDCA cell and tauroursodeoxycholic acid ( @DRUG$ ) , respectively ] on the induction deoxycholic apoptosis and inhibition ( cell proliferation of a human bile leukemia ) line ( Jurkat cells of .	To better understand the pharmacological potential of bile acids in cancer , we investigated and compared the effects acid ( DCA , ursodeoxycholic acid ( @DRUG$ ) , and their taurine derivatives [ taurodeoxycholic acid TDCA ) and tauroursodeoxycholic acid ( @DRUG$ ) , respectively ] on the induction of apoptosis and inhibition of proliferation of a human T leukemia line ( Jurkat cells ) .	DCA and @DRUG$ are both bile acids, but DRUGA is more effective than DCA at inducing apoptosis and inhibiting cell proliferation in Jurkat cells.	1
0	Although frequently used, the inotropic agents beta-adrenergic agonists and phosphodiesterase inhibitors seem effective for improving symptoms in the short term; it has been shown that they increase morbidity and mortality by elevating intracellular cyclic @DRUG$ (@DRUG$) and calcium levels.	Although ofttimes used , the inotropic agents beta-adrenergic agonists and phosphodiesterase inhibitors seem good for improving symptoms in the short term ; it has been shown that they increase unwholesomeness and mortality by elevating intracellular cyclic @DRUG$ ( @DRUG$ ) and calcium raze .	Although frequently used , the elevating agents beta-adrenergic agonists inotropic that inhibitors seem effective for improving phosphodiesterase in the short term ; it has been shown symptoms they increase morbidity and mortality by and intracellular cyclic @DRUG$ ( @DRUG$ ) and calcium levels .	Although frequently used , the inotropic agents agonists and phosphodiesterase inhibitors seem effective improving symptoms in the term ; it has been shown that they increase morbidity and mortality by elevating cyclic @DRUG$ ( @DRUG$ ) and calcium levels	Beta-adrenergic agonists and phosphodiesterase inhibitors may improve symptoms in the short term, but they can actually increase morbidity and mortality by elevating intracellular cyclic @DRUG$ levels.	1
0	CONCLUSIONS AND CLINICAL RELEVANCE: @DRUG$ (1 mg kg(-1)) SC reduced the frequency of @DRUG$-induced emesis by as much as 70% when administered 30 minutes in advance.	CONCLUSIONS AND CLINICAL RELEVANCE : @DRUG$ ( 1 mg kg ( - 1 ) ) SC foreshorten the frequency of @DRUG$ - induced emesis by as much as 70 % when deal out 30 minutes in march on .	CONCLUSIONS AND CLINICAL RELEVANCE : @DRUG$ induced 1 mg % ( - 1 ) ) @DRUG$ reduced the frequency of SC - ( emesis by as much as 70 kg when administered 30 minutes in advance .	CONCLUSIONS CLINICAL RELEVANCE : @DRUG$ ( mg kg ( - 1 ) ) SC reduced the frequency of @DRUG$ - induced emesis by as much as 70 % when administered 30 minutes in advance .	@DRUG$ (1 mg kg(-1)) SC reduced the frequency of @DRUG$-induced emesis by as much as 70% when administered 30 minutes in advance.	0
0	The combination-treated group showed a significant increase in the level of @DRUG$ in different brain regions @DRUG$ compared to aripiprazole-treated group but not better than the hydroxyzine group.	The combination - treated chemical group showed a significant increase in the level of @DRUG$ in different brain regions @DRUG$ liken to aripiprazole -treated chemical group but not skillful than the hydroxyzine chemical group .	The combination - group of showed a significant increase hydroxyzine the level group @DRUG$ in different brain regions @DRUG$ compared to aripiprazole -treated treated but not better than the in group .	The combination - treated group showed a significant increase in the level of @DRUG$ in different brain regions @DRUG$ compared to aripiprazole -treated group but not better than the hydroxyzine .	The combination of drugs resulted in a significant increase in the level of @DRUG$ in different brain regions compared to aripiprazole treatment, but not better than the hydroxyzine group.	1
0	Efficacy and safety of @DRUG$ administered @DRUG$ 3-times-daily and 2-times-daily formulations have been previously demonstrated in placebo-controlled studies, and these formulations have been commercially available in many countries.	Efficacy and safety of @DRUG$ administered @DRUG$ trine - times - daily and 2 - times - daily formulations have been antecedently evidence in placebo-controlled studies , and these formulations have been commercially available in many countries .	Efficacy and safety 3 @DRUG$ administered @DRUG$ of - times - daily and 2 demonstrated times - daily formulations have been been - in placebo-controlled studies , and these formulations have previously commercially available in many countries .	Efficacy and safety of @DRUG$ administered @DRUG$ 3 - times - daily and 2 - times - daily formulations have been previously demonstrated in placebo-controlled , and these formulations have commercially in many countries .	The efficacy and safety of @DRUG$ has been previously demonstrated in placebo-controlled studies, and these formulations have been commercially available in many countries.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (@DRUG$, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-@DRUG$, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	angstrom unit inspection of commercially available viva and injectable solution formulations reveals that the solubilizing excipients admit water - soluble organic solvents ( polythene ethanediol 300 , polythene ethanediol cd , ethanol , propylene ethanediol , glycerin , N-methyl - two - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surface active agent ( Cremophor EL , Cremophor RH 40 , Cremophor RH sixty , d-alpha-tocopherol polythene ethanediol thou succinate , polysorbate 20 , polysorbate lxxx , Solutol enthalpy  , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of PEG 300 , cd , or 1750 ) , water - indissoluble lipids ( @DRUG$ , edible corn oil , cottonseed oil , olive oil , peanut oil , peppermint gum oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- strand triglyceride of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , d- @DRUG$ , oleic acid , medium- strand mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soja phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A , of commercially available oral and , solution beta-cyclodextrin reveals that the solubilizing , include water - soluble , solvents ( polyethylene glycol sorbitan , polyethylene glycol various , ethanol , propylene glycol , glycerin , hydrogenated - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) injectable non-ionic surfactants ( Cremophor sulfobutylether , Cremophor RH 40 , Cremophor RH hydrogenated excipients d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 Labrasol polysorbate 80 , Solutol HS 15 beta-cyclodextrin 300 monooleate , poloxamer , , Labrafil M-1944CS , Labrafil M-2125CS , , d- Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 407 400 organic or , corn , water - insoluble lipids ( @DRUG$ , ) oil , cottonseed oil , olive oil , peanut , , peppermint , , safflower oil , sesame oil , soybean oil , 60 vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids medium- beeswax oil oil @DRUG$ review oleic acid , ( chain alpha-cyclodextrin and diglycerides ) , 400 cyclodextrins ( mono- , beta-cyclodextrin , hydroxypropyl- formulations , and EL - , ) , and phospholipids ( N-methyl soy phosphatidylcholine 1750 distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - organic solvents ( polyethylene glycol , polyethylene 400 , ethanol , glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL Cremophor RH 40 Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol succinate , 20 , polysorbate 80 , Solutol 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water insoluble lipids ( @DRUG$ , corn , cottonseed oil , oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils hydrogenated soybean , and medium- chain triglycerides of coconut and palm oil , organic liquids / semi-solids ( beeswax , d- @DRUG$ , oleic acid , medium- chain mono- and diglycerides ) , various ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	The results indicate that @DRUG$ contributes to the total relaxing effect of nicorandil by 30-40% at low concentrations and 80-90% at high concentrations of @DRUG$.	The results signal that @DRUG$ contributes to the total relaxing gist of nicorandil by 30 - forty % at low concentrations and 80 - 90 % at high concentrations of @DRUG$ .	by effect indicate that @DRUG$ contributes to the total relaxing results of nicorandil The 30 - 40 % at low concentrations and 80 - 90 % high at concentrations of @DRUG$ .	The results indicate that @DRUG$ contributes to the total effect of nicorandil by 30 - 40 % at low concentrations and 80 - 90 % at high concentrations of @DRUG$ .	@DRUG$ contributes to the total relaxing effect of nicorandil by 30 - 40 % at low concentrations and 80 - 90 % at high concentrations of @DRUG$ .	0
0	@DRUG$-hydroxyethylcellulose microspheres containing @DRUG$ for topical drug delivery.	@DRUG$ -hydroxyethylcellulose microspheres containing @DRUG$ for topical drug livery .	@DRUG$ -hydroxyethylcellulose microspheres containing @DRUG$ drug topical for delivery .	@DRUG$ -hydroxyethylcellulose microspheres containing @DRUG$ for drug delivery .	@DRUG$ is a substance made up of hydroxyethylcellulose microspheres that contain @DRUG$ for topical drug delivery.	0
1	We cover nicotine replacement therapy (NRT), antidepressants (@DRUG$ and nortriptyline), nicotine receptor partial agonists (varenicline and cytisine), anxiolytics, selective type 1 cannabinoid receptor antagonists (rimonabant), @DRUG$, lobeline, dianicline, mecamylamine, Nicobrevin, opioid antagonists, nicotine vaccines, and silver acetate.	We cover nicotine replacement therapy ( NRT ) , antidepressants ( @DRUG$ and nortriptyline ) , nicotine sense organ partial agonists ( varenicline and cytisine ) , anxiolytic drug , selective type one cannabinoid sense organ adversary ( rimonabant ) , @DRUG$ , lobeline , dianicline , mecamylamine , Nicobrevin , opioid adversary , nicotine vaccine , and silver acetate .	We cover nicotine replacement therapy ( silver ) ) antidepressants ( @DRUG$ and nortriptyline ) , nicotine receptor partial agonists ( varenicline and cytisine ) , anxiolytics , selective lobeline 1 dianicline receptor antagonists ( rimonabant , , @DRUG$ , type , cannabinoid , mecamylamine , Nicobrevin , opioid antagonists , nicotine vaccines , and NRT acetate .	cover replacement therapy ( NRT ) , antidepressants ( @DRUG$ and nortriptyline ) , partial ( varenicline and cytisine ) anxiolytics selective 1 cannabinoid receptor antagonists ( rimonabant @DRUG$ , lobeline , dianicline , mecamylamine , Nicobrevin , opioid , nicotine vaccines , and silver acetate .	@DRUG$ is a type of drug that is used to treat various conditions, while @DRUG$ is a type of drug that is used to help people stop smoking.	0
0	Compared with the wild-type L-TA, H44 @DRUG$-TA kept its L-threo-DOPS synthesizing activity almost constant during the 20 repeated batch reactions for 100 h, yielding 4.0 mg/ml of L-threo-@DRUG$.	Compared with the wild- type L-TA , H44 @DRUG$ - TA kept its L-threo - DOPS synthesise activity almost unvarying during the 20 reprize batch reaction for 100 h , yielding 4.0 mg / ml of L-threo - @DRUG$ .	Compared / the wild- type L-TA repeated H44 @DRUG$ - TA kept its L-threo - , synthesizing activity DOPS constant during the 20 almost batch reactions for 100 h , yielding 4.0 mg with ml of L-threo - @DRUG$ .	Compared with the wild- type L-TA , H44 @DRUG$ - TA kept its L-threo DOPS synthesizing activity constant during the repeated reactions for 100 h , yielding mg / ml of L-threo - @DRUG$ .	H44 @DRUG$ - TA kept its L-threo - DOPS synthesizing activity almost constant during the 20 repeated batch reactions for 100 h , yielding 4.0 mg / ml of L-threo - @DRUG$ .	0
0	METHODS: In the ambrisentan study, 12 healthy extensive metabolizers (EM) of CYP2C19 received therapeutic doses of ambrisentan (5 @DRUG$ q.d. on study days 1 - 11) and GFJ (1 x 300 mL/@DRUG$ on study days 6 - 8 and 3 x 300 mL/d on study days 9 - 11).	METHODS : inch the ambrisentan study , 12 healthy extensive metabolizers ( pica em ) of CYP2C19 received therapeutic doses of ambrisentan ( 5 @DRUG$ q.d. on study twenty four hour period 1 - xi ) and GFJ ( 1 x 300 mL / @DRUG$ on study twenty four hour period captain hicks - octet and 3 x 300 mL /d on study twenty four hour period 9 - xi ) .	METHODS : In the ambrisentan study , EM GFJ extensive mL ( 12 ) of CYP2C19 received therapeutic doses of ambrisentan ( 5 @DRUG$ q.d. on study days 1 - 11 ) and healthy ( 1 x @DRUG$ metabolizers / 8 on study days 6 - 300 and /d x 300 mL 3 on study days 9 - 11 ) .	METHODS : In the ambrisentan study , 12 healthy extensive metabolizers ( EM ) of CYP2C19 received therapeutic doses of ambrisentan ( 5 @DRUG$ q.d. on study days 1 - 11 ) and GFJ ( 1 x 300 mL / @DRUG$ on study days 6 and 3 300 mL on study days 9 - 11 ) .	METHODS : In the ambrisentan study , 12 healthy extensive metabolizers ( EM ) of CYP2C19 received therapeutic doses of ambrisentan ( 5 @DRUG$ q.d. on study days 1 - 11 ) and GFJ ( 1 x 300 mL / DRU	1
0	Quantitative liver uptake in the cirrhotic patients was highly correlated with Child-Pugh score (r=-0.64, @DRUG$<0.0001) and with indocyanine green retention at 15 min (@DRUG$=-0.84, P<0.0001).	Quantitative liver uptake in the cirrhotic patients was extremely correlated with Child - Pugh account ( r=-0.64 , @DRUG$ < 0.0001 ) and with indocyanine green retention at  min ( @DRUG$= -0.84 , P<0.0001 ) .	Quantitative , uptake in the highly patients was cirrhotic correlated with Child - Pugh score ( r=-0.64 , ) < 0.0001 @DRUG$ and with indocyanine green retention at 15 min ( @DRUG$= -0.84 liver P<0.0001 ) .	Quantitative liver in the cirrhotic patients was highly correlated with Child - score r=-0.64 , @DRUG$ < 0.0001 ) and indocyanine green retention at 15 min ( @DRUG$= -0.84 , ) .	The higher the Child - Pugh score, the lower the liver uptake of @DRUG$. The higher the indocyanine green retention at 15 minutes, the lower the liver uptake of @DRUG$.	0
0	The pulmonary blood concentrations of @DRUG$ and acetaldehyde were estimated indirectly by analysis of end-expired alveolar @DRUG$.	The pulmonary blood concentrations of @DRUG$ and ethanal were estimated indirectly by analysis of end-expired alveolar @DRUG$ .	The pulmonary blood concentrations of @DRUG$ and end-expired were estimated indirectly by analysis of acetaldehyde alveolar @DRUG$ .	pulmonary blood concentrations of @DRUG$ and acetaldehyde were estimated indirectly analysis of end-expired alveolar @DRUG$ .	The pulmonary blood concentrations of @DRUG$ and acetaldehyde were estimated indirectly by analysis of end-expired alveolar @DRUG$ ."DRUGA and DRUGB are related because the concentration of DRUGA in the blood can be estimated by analyzing the concentration of DRUGB	0
0	Inhibition of C. albicans by four azole antifungals, @DRUG$, ketoconazole, miconazole, and @DRUG$, caused elevated farnesol production (10- to 45-fold).	forbiddance of C. albicans by four azole antifungals , @DRUG$ , ketoconazole , miconazole , and @DRUG$ , caused elevated farnesol production ( ten - to xlv - fold ) .	Inhibition of C. albicans by four azole antifungals , @DRUG$ , ketoconazole , miconazole elevated and @DRUG$ to caused , farnesol production ( 10 - , 45 fold - ) .	of albicans by four azole antifungals , @DRUG$ , , miconazole , and @DRUG$ caused farnesol production ( 10 to 45 - fold ) .	The four azole antifungals, ketoconazole, miconazole, and @DRUG$, inhibited the growth of C. albicans, which in turn caused an increase in farnesol production.	1
0	A variety of evidence suggests that certain vasodilators inhibit calcium-dependent phosphorylation of myosin light chains and smooth muscle contraction via activation of @DRUG$- and @DRUG$-dependent protein phosphorylation.	a variety of evidence suggests that certain vasodilators stamp down calcium - dependent phosphorylation of myosin light chains and smooth brawn contraction via activation of @DRUG$ - and @DRUG$ - dependent protein phosphorylation .	and variety of evidence suggests that certain vasodilators inhibit calcium - dependent muscle light myosin of chains A smooth phosphorylation contraction via activation of @DRUG$ - and @DRUG$ - dependent protein phosphorylation .	A variety of evidence suggests that certain vasodilators inhibit calcium dependent phosphorylation of myosin light chains and smooth muscle contraction via activation of @DRUG$ - and @DRUG$ dependent protein phosphorylation .	@DRUG$ and @DRUG$ are two proteins that are involved in the phosphorylation of myosin light chains and smooth muscle contraction. DRUGA is thought to inhibit calcium - dependent phosphorylation of myosin light chains, while DRUGB is thought to activate protein phosphory	0
1	Coadministration of @DRUG$ did not alter the steady-state pharmacokinetics of @DRUG$.	Coadministration of @DRUG$ did not alter the unshakable -state pharmacokinetics of @DRUG$ .	Coadministration of @DRUG$ did -state alter the steady not pharmacokinetics of @DRUG$ .	Coadministration of @DRUG$ did not alter steady pharmacokinetics @DRUG$ .	The pharmacokinetics of @DRUG$ were not altered when it was coadministered with @DRUG$ .	0
0	Newer antipsychotics, such @DRUG$ @DRUG$, olanzapine, risperidone, quetiapine and ziprasidone, have a different receptor-binding profile, interacting with both D and 5-HT receptors; they less frequently cause EPS and are better tolerated in the elderly.	Newer major tranquillizer , such @DRUG$ @DRUG$ , olanzapine , risperidone , quetiapine and ziprasidone , have a different receptor-binding profile , interacting with both D and fivesome - HT receptors ; they less frequently cause EPS and are serious tolerated in the senior .	Newer antipsychotics , , @DRUG$ @DRUG$ , olanzapine , receptors such quetiapine and HT , have a different receptor-binding profile , interacting with both D and 5 - ziprasidone risperidone ; cause less frequently they EPS and are better tolerated in the elderly .	Newer antipsychotics , such @DRUG$ @DRUG$ , olanzapine , , quetiapine and ziprasidone , have different receptor-binding profile , interacting with both D 5 - HT receptors ; they less frequently cause EPS and are better tolerated in the .	Newer antipsychotics, such as olanzapine, risperidone, quetiapine and ziprasidone, have a different receptor-binding profile, interacting with both D and 5-HT receptors; they less frequently cause EPS and are better tolerated in the elderly	1
0	METHODS: In this observational pharmacokinetic study, multiple blood samples were taken over one dosing interval of intravenous amoxicillin/@DRUG$ (1000/200 @DRUG$).	METHODS : In this observational pharmacokinetic study , multiple rip samples were taken over unrivalled dosing interval of intravenous amoxicillin / @DRUG$ ( 1000/200 @DRUG$ ) .	METHODS : In this observational pharmacokinetic study over multiple , samples were taken blood one dosing interval of intravenous amoxicillin / @DRUG$ ( 1000/200 @DRUG$ ) .	METHODS : In this observational pharmacokinetic study , multiple samples were taken over one dosing interval intravenous amoxicillin / @DRUG$ ( 1000/200 @DRUG$ .	The study found that the concentration of @DRUG$ in the blood was very high immediately after the dose was given, and then gradually decreased over time. The concentration of @DRUG$ was much lower than DRUGA, and it increased gradually over time.	0
0	The clinical pharmacokinetics of co-trimazine (trimethoprim plus sulphadiazine) are reviewed and compared with those of @DRUG$-trimoxazole (trimethoprim plus @DRUG$).	The clinical pharmacokinetics of co-trimazine ( trimethoprim summation sulphadiazine ) are reexamine and compared with those of @DRUG$ - trimoxazole ( trimethoprim summation @DRUG$ ) .	The clinical pharmacokinetics of co-trimazine of trimethoprim plus sulphadiazine ) are reviewed and plus with those ( @DRUG$ - trimoxazole ( trimethoprim compared @DRUG$ ) .	The clinical pharmacokinetics of co-trimazine ( trimethoprim plus sulphadiazine ) are and compared with those @DRUG$ - trimoxazole trimethoprim plus @DRUG$ ) .	The clinical pharmacokinetics of co-trimazine ( trimethoprim plus sulphadiazine ) are reviewed and compared with those of @DRUG$ - trimoxazole ( trimethoprim plus @DRUG$ ) ."DRUGA is the parent drug, while DR	0
0	@DRUG$ and @DRUG$ were given to rats daily via drinking water and gavage respectively for 90 days.	@DRUG$ and @DRUG$ were given to tell on daily via drinking water and gavage respectively for 90 days .	@DRUG$ and @DRUG$ were given via rats daily to drinking water and gavage respectively for 90 days .	@DRUG$ and @DRUG$ were given to rats daily via drinking water and gavage respectively for 90 .	The rats were given @DRUG$ and @DRUG$ daily, via drinking water and gavage respectively, for 90 days.	0
0	Addition of @DRUG$ or bovine @DRUG$ to mouse fibroblast cells resulted in expected detachment and shape change.	Addition of @DRUG$ or bovine @DRUG$ to mouse fibroblast cells result in expected detachment and shape change .	Addition shape @DRUG$ or bovine @DRUG$ to mouse fibroblast cells resulted in expected detachment and of change .	Addition of @DRUG$ or bovine @DRUG$ to mouse fibroblast cells resulted in expected and shape change .	Adding @DRUG$ or bovine @DRUG$ to mouse fibroblast cells results in the cells detaching from each other and changing shape.	0
0	RESULTS: At the end of the study, subjects who received magnesium supplementation showed significant higher serum magnesium concentration (0.74 +/- 0.10 vs. 0.65 +/- 0.07 mmol/@DRUG$, P = 0.02) and lower HOMA-IR index (3.8 +/- 1.1 vs. 5.0 +/- 1.3, P = 0.005), fasting @DRUG$ levels (8.0 +/- 2.4 vs. 10.3 +/- 2.1 mmol/l, P = 0.01), and HbA(1c) (8.0 +/- 2.4 vs. 10.1 +/- 3.3%, P = 0.04) than control subjects.	consequence : at the last of the study , subjects who experience mg subjoining showed significant mellow serum mg concentration ( 0.74 +/- 0.10 vs. 0.65 +/- 0.07 mmol / @DRUG$ , phosphorus = 0.02 ) and lower HOMA -IR index ( 3.8 +/- 1.1 vs. 5.0 +/- 1.3 , phosphorus = 0.005 ) , fasting @DRUG$ levels ( 8.0 +/- 2.4 vs. 10.3 +/- 2.1 mmol/l , phosphorus = 0.01 ) , and HbA ( 1 cytosine ) ( 8.0 +/- 2.4 vs. 10.1 +/- 3.3 % , phosphorus = 0.04 ) than control subjects .	RESULTS : At the end of the study , subjects who received 0.65 supplementation showed significant higher serum magnesium concentration ( 0.74 +/- 0.10 0.07 magnesium +/- vs. mmol / @DRUG$ 10.1 P , 0.02 = and lower HOMA -IR index ( 3.8 +/- 1.1 +/- 5.0 vs. 1.3 , P c 0.005 ) = fasting @DRUG$ levels ( 8.0 +/- 2.4 vs. 10.3 +/- 2.1 mmol/l , P = 0.01 ) and , HbA ( 1 ) ) ( 8.0 +/- 2.4 vs. , +/- 3.3 % , P subjects 0.04 ) than control = .	RESULTS : the end of the study , subjects who received magnesium supplementation showed significant higher serum magnesium concentration 0.74 +/- 0.10 vs. 0.65 +/- 0.07 mmol / @DRUG$ , P = 0.02 ) and lower HOMA -IR index ( 3.8 +/- 1.1 vs. 5.0 +/- 1.3 , P = ) , fasting @DRUG$ levels ( 8.0 +/- 2.4 vs. +/- 2.1 mmol/l , P = 0.01 ) , and HbA ( 1 c ) ( 8.0 +/- 2.4 10.1 +/- 3.3 % , P = 0.04 than control subjects .	At the end of the study, subjects who received magnesium supplementation showed significant higher serum magnesium concentration, lower HOMA-IR index, fasting @DRUG$ levels, and HbA1c than control subjects.	1
0	Whereas SDF-1alpha induced migration of CD34(+) cells in a dose-dependent manner, @DRUG$, @DRUG$, and AMD3100 did not induce chemotaxis in this concentration range albeit the peptides CTCE-0214 and CTCE-9908 increased podia formation.	Whereas SDF - 1alpha induced migration of CD34 ( + ) cellphone in a dose-dependent manner , @DRUG$ , @DRUG$ , and AMD3100 did not induce chemotaxis in this denseness range albeit the peptide CTCE - 0214 and CTCE - 9908 increase podia formation .	Whereas SDF - 1alpha induced 0214 did CD34 ( + ) cells in a dose-dependent manner , @DRUG$ , @DRUG$ , and podia of not AMD3100 chemotaxis in this concentration range albeit the peptides CTCE - migration and CTCE - 9908 increased induce formation .	Whereas SDF - 1alpha induced migration of CD34 ( + ) cells in a dose-dependent manner , @DRUG$ , @DRUG$ , and AMD3100 did not induce chemotaxis in this concentration range albeit the peptides CTCE - 0214 and CTCE - 9908 increased formation .	Whereas SDF - 1alpha induced migration of CD34 ( + ) cells in a dose-dependent manner , @DRUG$ and @DRUG$ did not induce chemotaxis in this concentration range albeit the peptides CTCE - 0214 and CTCE - 9908 increased podia formation	0
0	@DRUG$ is a hydrocodone prodrug that has been combined with acetaminophen (@DRUG$) in a novel immediate-release analgesic.	@DRUG$ is a hydrocodone prodrug that has been combined with acetaminophen ( @DRUG$ ) in a refreshing immediate - free analgesic .	@DRUG$ is analgesic hydrocodone prodrug that has been combined with acetaminophen ( @DRUG$ ) in a novel immediate - release a .	@DRUG$ a hydrocodone prodrug that has been combined with acetaminophen ( @DRUG$ ) in a novel immediate - release analgesic .	@DRUG$ is a drug that is converted into another drug, @DRUG$, in the body.	0
0	In the present study, we examined the effects of acetylsalicylic acid, diclofenac, indomethacin, ketoprofen, @DRUG$ and tolfenamic acid on @DRUG$ (LTB4)-induced chemotaxis of human polymorphonuclear leukocytes (PMNs) in vitro.	In the present study , we examined the effects of acetylsalicylic acid , diclofenac , indocin , oruvail , @DRUG$ and tolfenamic acid on @DRUG$ ( LTB4 ) - hasten chemotaxis of human polymorphonuclear white blood cell ( PMNs ) in vitro .	In the ) study , we examined the effects of acetylsalicylic acid , diclofenac , human ketoprofen , , @DRUG$ and tolfenamic indomethacin on @DRUG$ ( LTB4 ) - induced chemotaxis of acid polymorphonuclear leukocytes ( PMNs present in vitro .	In the present we examined the effects of acetylsalicylic acid , diclofenac , indomethacin , ketoprofen , @DRUG$ and tolfenamic acid on @DRUG$ ( LTB4 ) - induced chemotaxis of human polymorphonuclear leukocytes ( PMNs ) in .	We looked at how five different drugs (acetylsalicylic acid, diclofenac, indomethacin, ketoprofen, and tolfenamic acid) affected PMN chemotaxis in response to LTB4.	1
0	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, @DRUG$, brolucizumab, and @DRUG$) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (eptinezumab, teprotumumab, enfortumab vedotin, isatuximab, [fam-]trastuzumab deruxtecan, inebilizumab, leronlimab, sacituzumab govitecan, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	at this time , a add of 5 novel antibody cure ( romosozumab , risankizumab , @DRUG$ , brolucizumab , and @DRUG$ ) had been award a first approval in either the uracil or common market , and marketing covering for 13 novel antibody cure ( eptinezumab , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , leronlimab , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergoing review in these regions , which represent the john r major securities industry for antibody cure .	leronlimab this time , in total of 5 novel antibody therapeutics ( romosozumab , risankizumab , @DRUG$ , a , and @DRUG$ ) had been granted a first approval brolucizumab either the sacituzumab or EU , and marketing applications for 13 novel antibody ) ( major , , , enfortumab vedotin , isatuximab US [ fam - ] trastuzumab teprotumumab , inebilizumab , At , deruxtecan govitecan , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab therapeutics were undergoing review in these regions , which represent the eptinezumab markets for antibody therapeutics .	At this time , a total of 5 novel antibody therapeutics ( romosozumab , risankizumab , @DRUG$ , brolucizumab , and @DRUG$ ) had been granted a first approval in either the US or EU , and marketing applications for 13 novel therapeutics ( eptinezumab teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , leronlimab , sacituzumab , satralizumab , narsoplimab , tafasitamab , and naxituximab undergoing review in these regions , which represent the major markets for antibody therapeutics .	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, @DRUG$, brolucizumab, and @DRUG$) had been granted a first approval in either the US or EU, and marketing applications for 13 novel	0
0	The physical and psychophysiological effects of an orally administered single dose of 3 mg cloxazolam @DRUG$ compared to 5 mg @DRUG$ and a placebo were investigated for 144 healthy male subjects using a double blind technique.	The physical and psychophysiological effects of an by word of mouth distribute single dose of 3 mg cloxazolam @DRUG$ compared to 5 mg @DRUG$ and a placebo were investigated for gross healthy male subjects using a double blind technique .	The physical and psychophysiological effects of mg were double single dose of 3 an cloxazolam @DRUG$ compared to 5 mg @DRUG$ and a placebo orally investigated for 144 healthy male subjects using a administered blind technique .	The physical psychophysiological effects of an orally administered single dose of 3 mg cloxazolam @DRUG$ compared to 5 mg @DRUG$ and a were investigated for 144 healthy male subjects using a blind technique .	The physical and psychophysiological effects of an orally administered single dose of 3 mg cloxazolam @DRUG$ compared to 5 mg @DRUG$ and a placebo were investigated for 144 healthy male subjects using a double blind technique ."DRUGA is the active ingredient in cloxaz	0
0	We randomly assigned participants to receive 1000 mg of elemental [corrected] calcium @DRUG$ calcium carbonate with 400 IU of @DRUG$ daily or placebo.	We randomly designate participants to receive 1000 mg of elemental [ corrected ] ca @DRUG$ ca carbonate with 400 IU of @DRUG$ daily or placebo .	We 1000 assigned participants or receive randomly mg of elemental [ corrected ] calcium @DRUG$ calcium carbonate with 400 IU of @DRUG$ daily to placebo .	We randomly assigned participants to receive 1000 mg of elemental [ corrected ] calcium @DRUG$ calcium carbonate with 400 IU of @DRUG$ daily or placebo .	We randomly assigned participants to receive 1000 mg of elemental calcium carbonate with 400 IU of vitamin D daily or placebo .	1
0	@DRUG$, a sterile aqueous colloidal solution of beta-ferric oxyhydroxide and @DRUG$ glucoheptonic acid, was compared with iron dextran for the prevention of Fe deficiency anemia in young pigs.	@DRUG$ , a sterile aqueous colloidal solution of beta-ferric oxyhydroxide and @DRUG$ glucoheptonic acid , was compare with branding iron dextran for the prevention of Fe lack anemia in young pigs .	@DRUG$ , a sterile aqueous colloidal solution iron beta-ferric oxyhydroxide and @DRUG$ dextran acid was , compared with of glucoheptonic for the prevention of Fe deficiency anemia in young pigs .	@DRUG$ a sterile aqueous colloidal solution beta-ferric oxyhydroxide and @DRUG$ glucoheptonic acid , was compared with iron dextran for prevention of deficiency anemia in young pigs .	@DRUG$ is a sterile aqueous colloidal solution of beta-ferric oxyhydroxide and @DRUG$ is a glucoheptonic acid. The two substances were compared for the prevention of Fe deficiency anemia in young pigs.	0
0	A single periocular injection of 200 microg of CGC-11144, 2 mg of @DRUG$, or 1.5 @DRUG$ of CGC-11093 caused significant suppression and regression of laser-induced choroidal neovascularization.	antiophthalmic factor single periocular injection of 200 microg of CGC - 11144 , ii mg of @DRUG$ , or 1.5 @DRUG$ of CGC - 11093 caused substantial suppression and regression of laser - induced choroidal neovascularization .	A single periocular injection regression 200 microg of CGC - , 11144 of mg of @DRUG$ , or 1.5 @DRUG$ of CGC - 11093 caused significant suppression and 2 of laser - induced choroidal neovascularization .	A single periocular injection 200 microg of CGC - 11144 , 2 mg of @DRUG$ , or 1.5 @DRUG$ CGC - 11093 caused significant suppression of laser - induced choroidal neovascularization .	A single periocular injection of 200 microg of CGC - 11144 , 2 mg of @DRUG$ , or 1.5 @DRUG$ of CGC - 11093 caused significant suppression and regression of laser - induced choroidal neovascularization .	0
1	@DRUG$ exhibits acute antidepressant effects in the dose range 50 to 200 @DRUG$/day; in addition, in the same dose range it prevents recurrence of depression.	@DRUG$ exhibits acute antidepressant effects in the pane range  to 200 @DRUG$ / day ; in improver , in the same pane range it prevents recurrence of depression .	@DRUG$ exhibits 50 antidepressant effects in / dose range acute to 200 @DRUG$ the day ; in in , addition the same dose range it prevents recurrence of depression .	@DRUG$ exhibits antidepressant effects in the dose range 50 to 200 @DRUG$ / day ; in addition , in the same dose range it prevents recurrence of depression .	@DRUG$ is an effective antidepressant drug that helps to prevent recurrence of depression in people who have been previously treated for the condition.	1
0	The antacids or adsorbents used were magnesium trisilicate, aluminum hydroxide, @DRUG$, magnesium oxide, @DRUG$ carbonate, calcium carbonate, talc, kaolin and charcoal.	The antacids or adsorbents used were magnesium trisilicate , al hydroxide , @DRUG$ , magnesium oxide , @DRUG$ carbonate , calcium carbonate , talc , kaolin and wood coal .	The , or adsorbents used were aluminum trisilicate , magnesium hydroxide , @DRUG$ , magnesium oxide , @DRUG$ carbonate , calcium carbonate , talc antacids kaolin and charcoal .	The antacids or used were magnesium trisilicate , aluminum hydroxide , @DRUG$ , magnesium oxide , @DRUG$ carbonate , carbonate , talc , kaolin and charcoal .	The antacids or adsorbents used were magnesium trisilicate , aluminum hydroxide , @DRUG$ , magnesium oxide , @DRUG$ carbonate , calcium carbonate , talc , kaolin and charcoal ."DRUGA is an antacid or an adsorbent	0
0	@DRUG$ (@DRUG$-C) is a naturally occurring quaternary ammonium compound endogenous in all mammalian species and is a vital cofactor for the mitochondrial oxidation of fatty acids.	@DRUG$ ( @DRUG$ - C ) is a naturally occurring quaternary ammonium compound endogenous in all mammal mintage and is a vital cofactor for the mitochondrial oxidation of butterball acids .	@DRUG$ ( @DRUG$ - C ) is a naturally occurring quaternary ammonium compound endogenous all in mammalian species the is a for cofactor vital and mitochondrial oxidation of fatty acids .	@DRUG$ ( @DRUG$ - C ) is naturally occurring ammonium compound endogenous in all mammalian species and is a vital cofactor for the mitochondrial oxidation of fatty acids .	@DRUG$ is a naturally occurring quaternary ammonium compound endogenous in all mammalian species and is a vital cofactor for the mitochondrial oxidation of fatty acids. @DRUG$ is a chemical compound that is similar to DRUGA, and is used as a medication.	0
0	In serious gram-positive infections for which there are other treatment options available, the spectrum of activity and efficacy of @DRUG$/ @DRUG$ should be weighed against its tolerability and drug interaction profile.	In serious gram positive infections for which there are other treatment options usable , the spectrum of bodily function and efficacy of @DRUG$ / @DRUG$ should be weighed against its tolerability and drug interaction profile .	In serious gram-positive infections for which there other are treatment should available , the spectrum of activity and efficacy of @DRUG$ / @DRUG$ options against weighed be its tolerability and drug interaction profile .	serious infections for which there are other treatment options available , the spectrum of activity and efficacy of @DRUG$ / @DRUG$ should be weighed against its tolerability and drug interaction profile .	@DRUG$ is more effective than @DRUG$ in treating serious gram-positive infections, but it is also more tolerable and has a less complicated drug interaction profile.	0
1	In a displacement test using 3H-@DRUG$ as a radioligand, the in vitro affinities of metabolites of @DRUG$ (CZ) for the benzodiazepine receptors were 1-50 times more potent than that of CZ.	in a translation test using 3H - @DRUG$ as a radioligand , the in vitro affinities of metabolites of @DRUG$ ( CZ ) for the benzodiazepine receptors were 1 - 50 clock more potent than that of CZ .	In of a test using 3H - @DRUG$ as a radioligand , the in 1 affinities of metabolites displacement @DRUG$ ( CZ ) for the benzodiazepine receptors were vitro - 50 times more potent than that of CZ .	In a displacement test using 3H - @DRUG$ as a radioligand , the in affinities metabolites of @DRUG$ ( CZ ) for the benzodiazepine receptors were 1 - times more potent than of CZ .	The metabolites of @DRUG$ are more potent than CZ at binding to benzodiazepine receptors.	1
0	@DRUG$ (LX) is a prodrug-type non-steroidal anti-inflammatory drug which is used not only @DRUG$ an oral drug but also as a transdermal formulation.	@DRUG$ ( LX ) is a prodrug-type non-steroidal anti-inflammatory drug which is used not only @DRUG$ an oral examination drug but besides as a transdermal formulation .	@DRUG$ ( ) is LX a prodrug-type non-steroidal anti-inflammatory drug which is used not only @DRUG$ an oral drug but also as a transdermal formulation .	@DRUG$ ( LX ) is a prodrug-type anti-inflammatory drug which is used not only @DRUG$ an drug but also as transdermal formulation .	@DRUG$ is a prodrug that is used to deliver @DRUG$, an oral drug, but it can also be used as a transdermal formulation.	0
0	In comparative studies, intravenous dolasetron 1.8 mg/kg was as effective @DRUG$ intravenous granisetron 3 mg or ondansetron 32 @DRUG$ after highly emetogenic chemotherapy, and oral dolasetron 200 mg was equivalent to multiple oral doses of ondansetron (3 or 4 doses of 8 mg) after moderately emetogenic chemotherapy.	In comparative studies , endovenous dolasetron 1.8 mg / kilogram was as effective @DRUG$ endovenous granisetron 3 mg or ondansetron 32 @DRUG$ after extremely emetogenic chemotherapy , and oral examination dolasetron 200 mg was equivalent to multiple oral examination doses of ondansetron ( 3 or 4 doses of octet mg ) after moderately emetogenic chemotherapy .	In comparative studies , intravenous ) 1.8 mg as kg was / effective @DRUG$ emetogenic granisetron 3 mg or ondansetron 32 @DRUG$ after highly intravenous chemotherapy , and oral dolasetron dolasetron mg to equivalent was multiple oral doses of ondansetron ( 3 or 4 doses of 8 mg 200 after moderately emetogenic chemotherapy .	In comparative studies , intravenous dolasetron mg / kg was as effective @DRUG$ intravenous granisetron 3 mg or ondansetron 32 @DRUG$ after highly , and oral dolasetron 200 mg was equivalent to multiple oral doses of ondansetron 3 or 4 doses of 8 mg ) after moderately emetogenic chemotherapy .	Dolasetron is as effective as granisetron or ondansetron after chemotherapy, and oral dolasetron is equivalent to multiple oral doses of ondansetron.	1
0	AIM: Because of its @DRUG$-free formulation insulin glulisine (@DRUG$) might have a faster onset of action than other short-acting analogues.	AIM : Because of its @DRUG$ - free formulation insulin glulisine ( @DRUG$ ) mightiness have a faster onset of action at law than other short-acting analogues .	AIM - Because of its @DRUG$ : free formulation insulin glulisine ( @DRUG$ analogues might have a faster onset of action than other short-acting ) .	AIM : Because of its @DRUG$ free formulation insulin glulisine ( @DRUG$ ) a faster onset of action than short-acting analogues .	@DRUG$ is free of the drug @DRUG$, which might have a faster onset of action than other short-acting analogues.	0
1	RESULTS: Following cumulative intravenous administration, @DRUG$ (1-100 microg/kg), tegaserod (1-1000 microg/kg), BIMU-8 (3-3000 microg/kg), renzapride (10-3000 microg/kg), @DRUG$ (30-3000 microg/kg), and mosapride (30-10,000 microg/kg) produced a dose-dependent increase in esophageal inter-crystal distance.	resultant : take after accumulative endovenous administration , @DRUG$ ( 1-100 microg / kg ) , tegaserod ( 1-1000 microg / kg ) , BIMU -8 ( 3-3000 microg / kg ) , renzapride ( 10-3000 microg / kg ) , @DRUG$ ( 30-3000 microg / kg ) , and mosapride ( 30- 10,000 microg / kg ) get a dose-dependent increase in esophageal inter-crystal length .	RESULTS kg Following cumulative intravenous administration / @DRUG$ ( 1-100 tegaserod / : ) , microg ( 1-1000 microg , kg ) , BIMU -8 ) 3-3000 microg / kg ( , renzapride ( 10-3000 microg / kg ) , @DRUG$ ( 30-3000 microg produced kg ) , and mosapride ( 30- 10,000 microg / kg / ) a dose-dependent increase in esophageal inter-crystal distance .	RESULTS Following cumulative intravenous administration , @DRUG$ ( 1-100 microg / kg ) , tegaserod ( 1-1000 microg / kg ) , BIMU -8 ( 3-3000 / kg ) , renzapride ( 10-3000 microg / kg ) , @DRUG$ ( 30-3000 microg / kg ) , and mosapride ( 30- 10,000 microg / kg ) produced a dose-dependent increase in esophageal inter-crystal distance .	The higher the dose of @DRUG$, the greater the distance between crystals in the esophagus.""The higher the dose of @DRUG$, the greater the distance between crystals in the esophagus.	0
0	These include inhibitors of the reuptake of serotonin [the selective serotonin reuptake inhibitors (SSRI)] or noradrenaline (reboxetine) or both (milnacipran and venlafaxine), as well as drugs with distinct neurochemical profiles such @DRUG$ mirtazapine, nefazodone, @DRUG$ and tianeptine.	These admit inhibitor of the reuptake of serotonin [ the selective serotonin reuptake inhibitor ( selective serotonin reuptake inhibitor ) ] or noradrenaline ( reboxetine ) or both ( milnacipran and venlafaxine ) , as well as do drugs with distinct neurochemical profiles such @DRUG$ mirtazapine , nefazodone , @DRUG$ and tianeptine .	These include inhibitors of the reuptake ) serotonin [ the ( serotonin reuptake milnacipran ( SSRI of ] or or selective reboxetine ) noradrenaline both ( inhibitors and venlafaxine ) , as well as drugs with distinct neurochemical profiles such @DRUG$ mirtazapine , nefazodone , @DRUG$ and tianeptine .	include inhibitors of the reuptake of serotonin [ the selective serotonin reuptake ( SSRI ) ] or ( reboxetine ) or ( milnacipran venlafaxine ) , well as drugs with distinct neurochemical profiles such @DRUG$ mirtazapine , , @DRUG$ and tianeptine .	@DRUG$ are drugs that inhibit the reuptake of serotonin or noradrenaline, while @DRUG$ are drugs that have a distinct neurochemical profile.	0
0	For cognitive function over 6 months duration: at 16mg/d, improvements measured -3.3 points (k=1; 95%CI -4.4 - -2.1) on weighted mean difference on the ADAS-Cog scale; -3.5 points at 24mg/@DRUG$ (@DRUG$=3; 95%CI -4.3 - -2.8), and -4.0 points at 32mg/d (k=2; 95%CI -5.0 - -3.0).	For cognitive single valued function over  months duration : at 16mg /d , advance valuate - 3.3 direct ( k=1 ; 95 % CI -4.4 - - 2.1 ) on weighted mean dispute on the ADAS - sprocket scale ; - 3.5 direct at 24mg / @DRUG$ ( @DRUG$=3 ; 95 % CI -4.3 - - 2.8 ) , and - 4.0 direct at 32mg / d ( k=2 ; 95 % CI -5.0 - -3.0 ) .	For cognitive function over 6 months duration on at 16mg /d , improvements ) - 3.3 points ( k=1 ; 95 % CI -4.4 - - 2.1 ) CI weighted mean difference on the ADAS - Cog scale ; - 3.5 points at 24mg / @DRUG$ ( 2.8 ; 95 % : -4.3 - % 95 measured - and - 4.0 points at 32mg / d ( k=2 ; @DRUG$=3 , CI -5.0 - -3.0 ) .	For cognitive function over 6 months duration : at 16mg /d , improvements measured - points ( k=1 ; 95 % CI -4.4 - - 2.1 ) on weighted mean difference on the ADAS - Cog scale ; - 3.5 points at 24mg / ( @DRUG$=3 ; 95 % CI -4.3 - - 2.8 ) , and - 4.0 points at 32mg / d k=2 95 % CI -5.0 - ) .	For cognitive function over 6 months duration : at 16mg /d , improvements measured - 3.3 points ( k=1 ; 95 % CI -4.4 - - 2.1 ) on weighted mean difference on the ADAS - Cog scale ; - 3.5 points at 24mg	1
0	On-column APPI LODs (at S/N = 3) were 83, 16, 17, 95, and 7 pg for enantiomer #1, and 104, 23, 19, 122, and 17 pg for enantiomer #2 for benzoin, @DRUG$, mianserin, mephenesin, and @DRUG$, respectively, on a Waters ZQ.	On-column APPI LODs ( at S/N = 3 ) were eighty three , 16 , xvii ,  , and 7 pg for enantiomorph # i , and 104 , 23 , 19 , 122 , and xvii pg for enantiomorph # 2 for benzoin , @DRUG$ , mianserin , mephenesin , and @DRUG$ , respectively , on a irrigate ZQ .	On-column 122 LODs ( at S/N = 3 ) were 83 23 16 , 17 , 95 , and 7 pg for enantiomer 19 1 , and 104 mianserin 2 , # , APPI , and 17 pg for enantiomer # , for benzoin , @DRUG$ , , , mephenesin , and @DRUG$ , respectively , on a Waters ZQ .	On-column LODs at S/N = 3 ) were 83 , 16 , 17 , 95 , and 7 pg for enantiomer # 1 , and 104 , 23 , 19 , 122 , and 17 pg for enantiomer # 2 for benzoin , @DRUG$ , mianserin , mephenesin , and @DRUG$ , , a Waters ZQ .	The on-column APPI LODs ( at S/N = 3 ) were 83 , 16 , 17 , 95 , and 7 pg for enantiomer # 1 of benzoin , @DRUG$ , mianserin , mephenesin , and @DRUG$ , respectively	0
0	@DRUG$ (150 @DRUG$/kg, i.p.) increased histamine release by 150% of the basal release.	@DRUG$ ( 150 @DRUG$ / kg , i.p. ) increase histamine exhaust by 150 % of the basal exhaust .	@DRUG$ release 150 @DRUG$ / kg , % ) increased histamine ( by 150 i.p. of the basal release .	@DRUG$ ( 150 @DRUG$ / kg , i.p. ) increased histamine release by 150 % of the basal release .	For every kg of @DRUG$ injected, @DRUG$ increased histamine release by 150% of the basal release.	0
1	The attenuation of platelet aggregation by @DRUG$ is dissociated from the expression of activated GP IIb/IIIa and P-selectin, and by @DRUG$ degradation.	The attenuation of blood platelet aggregation by @DRUG$ is dissociated from the expression of activated general practitioner IIb / IIIa and P-selectin , and by @DRUG$ degradation .	the attenuation of platelet aggregation by @DRUG$ is dissociated The from expression of activated GP IIb / IIIa and P-selectin , and by @DRUG$ degradation .	The attenuation of platelet aggregation by @DRUG$ is dissociated from expression of GP IIb / IIIa and P-selectin , and by @DRUG$ degradation .	@DRUG$ inhibits platelet aggregation, but this inhibition is not due to the expression of activated GP IIb / IIIa and P-selectin .""@DRUG$ degradation" refers to the fact that DRUGB breaks down into smaller molecules that no longer have the ability to inhibit	0
0	Discontinuations due to adverse events were 10/184 (5.4%) for @DRUG$ and 5/44 (11.4%) for methylphenidate; @DRUG$ = .175.	discontinuance due to adverse case were 10/184 ( 5.4 % ) for @DRUG$ and 5/44 ( 11.4 % ) for methylphenidate ; @DRUG$ = .175 .	Discontinuations due to adverse events were 10/184 ( 5.4 .175 ) for @DRUG$ ) 5/44 ( 11.4 % and for methylphenidate ; @DRUG$ = % .	Discontinuations due to adverse events were 10/184 % ) for @DRUG$ and 5/44 ( 11.4 ) for ; @DRUG$ = .175	For every 184 people who take @DRUG$, 10 will discontinue it due to adverse events. For every 44 people who take methylphenidate, 5 will discontinue it due to adverse events.	1
0	These include methyl- and ethyl-esterified forms of @DRUG$ (@DRUG$ and melevodopa), inhibitors of enzymes such as monoamine oxidase type-B (eg, rasagiline), catechol-O-methyl transferase (eg, BIA-3202) and the monoamine re-uptake mechanism (eg, brasofensine).	These include methyl- and ethyl- esterified physical body of @DRUG$ ( @DRUG$ and melevodopa ) , inhibitor of enzyme such as monoamine oxidase eccentric - bacillus ( eg , rasagiline ) , catechol - O-methyl transferase ( eg , BIA - 3202 ) and the monoamine re-uptake mechanism ( eg , brasofensine ) .	These include esterified and ethyl- methyl- as of @DRUG$ the @DRUG$ and melevodopa such , inhibitors of enzymes ) forms monoamine oxidase type - B ( eg , rasagiline ) , catechol - O-methyl transferase ( eg , BIA - 3202 ) and ( monoamine re-uptake mechanism ( eg , brasofensine ) .	These include ethyl- esterified forms @DRUG$ ( @DRUG$ and melevodopa ) , inhibitors of enzymes such as monoamine oxidase type - B ( , rasagiline ) , catechol - O-methyl transferase ( eg , BIA - 3202 ) and the monoamine mechanism ( eg , ) .	@DRUG$ is an esterified form of @DRUG$, which is an inhibitor of enzymes such as monoamine oxidase type - B, catechol - O-methyl transferase, and the monoamine re-uptake mechanism.	0
0	During the first 9 months, the insulin dosage to reach the postprandial blood @DRUG$ <140 @DRUG$/dl, were significantly lower in the IA-group, but approached the following the RHI-group without significant changes after 24 months.	During the first 9 months , the insulin dosage to reach the postprandial blood @DRUG$ < cxl @DRUG$ / dl , were importantly lower in the iowa - group , but set about the following the RHI - group without significant changes after 24 months .	During 140 first RHI months , the insulin dosage to - the postprandial blood @DRUG$ < the @DRUG$ / dl , were significantly lower in IA the - group , but approached the following the 9 reach group without significant changes after 24 months .	During the first months , insulin dosage to reach the postprandial blood @DRUG$ < 140 @DRUG$ / dl , were significantly lower in the IA - group , but the following the RHI - group without significant changes after 24 months	The insulin dosage to reach the postprandial blood @DRUG$ < 140 @DRUG$ / dl was significantly lower in the IA - group during the first 9 months, but approached the following the RHI - group without significant changes after 24 months.	0
0	Intraperitoneal (i.@DRUG$.) administration of DEX (30 mg kg(-1)) and the sigma-1 agonists SKF-10,047 (1-5 @DRUG$ kg(-1)), Pre-084 (5 mg kg(-1)), and carbetapentane (1-5 mg kg(-1)) inhibited citric-acid-induced cough in guinea-pigs.	Intraperitoneal ( i.@DRUG$ . ) presidency of DEX ( 30 magnesium kg ( - 1 ) ) and the sigma- 1 protagonist SKF - 10,047 ( 1 - phoebe @DRUG$ kg ( - 1 ) ) , Pre-084 ( phoebe magnesium kg ( - 1 ) ) , and carbetapentane ( 1 - phoebe magnesium kg ( - 1 ) ) bottle up citric-acid-induced coughing in guinea-pigs .	Intraperitoneal ( i.@DRUG$ . Pre-084 administration of carbetapentane ( 30 , 1 ( - 1 ) ) and the sigma- 1 agonists SKF - 10,047 ( 1 - ( @DRUG$ kg ( - 1 ) ) , ) ( 5 mg kg ( - 1 ) ) mg and DEX 5 1 - 5 mg kg ( - kg ) ) inhibited citric-acid-induced cough in guinea-pigs .	Intraperitoneal i.@DRUG$ . ) administration of DEX 30 mg kg ( 1 ) ) and sigma- 1 SKF 10,047 ( 1 - 5 @DRUG$ kg ( - 1 ) ) , ( 5 mg kg ( - 1 ) ) , and carbetapentane ( 1 - 5 mg - 1 ) ) inhibited citric-acid-induced cough in guinea-pigs .	Intraperitoneal ( i.@DRUG$ . ) administration of DEX ( 30 mg kg ( - 1 ) ) and the sigma- 1 agonists SKF - 10,047 ( 1 - 5 @DRUG$ kg ( - 1 ) ) , Pre-084 ( 5 mg	0
0	@DRUG$ and biperiden were on hand @DRUG$ additional medication.	@DRUG$ and biperiden were on hand @DRUG$ extra medication .	@DRUG$ were biperiden and on hand @DRUG$ additional medication .	@DRUG$ and biperiden were on hand @DRUG$ medication .	@DRUG$ was available, and @DRUG$ was an additional medication.	0
0	Colitis was induced in BALB/c mice by 3.5% dextran @DRUG$ sodium dissolved in drinking @DRUG$ for 10 days.	colitis was induced in BALB / c mice by 3.5 % dextran @DRUG$ sodium dissolved in drinking @DRUG$ for tenner days .	c was induced 10 BALB / Colitis mice by 3.5 % dextran @DRUG$ sodium dissolved in drinking @DRUG$ for in days .	Colitis was induced in BALB / c mice by 3.5 % dextran @DRUG$ sodium dissolved in drinking @DRUG$ for 10 days .	@DRUG$ causes @DRUG$.	0
1	Nontumor cells with normal checkpoint proteins may tolerate the relatively less powerful inhibitory effects of @DRUG$ and vinorelbine on microtubule dynamics better than the more powerful effects of @DRUG$.	Nontumor cellular phone with normal checkpoint proteins may tolerate the comparatively less right inhibitory effects of @DRUG$ and vinorelbine on microtubule dynamics better than the more right effects of @DRUG$ .	Nontumor cells with normal checkpoint proteins may vinorelbine than relatively less powerful inhibitory effects of @DRUG$ more tolerate on microtubule dynamics better the the and powerful effects of @DRUG$ .	Nontumor cells normal checkpoint proteins may tolerate the relatively less powerful effects of @DRUG$ and vinorelbine on microtubule dynamics better the more powerful effects of @DRUG$ .	Nontumor cells with normal checkpoint proteins may tolerate the relatively less powerful inhibitory effects of @DRUG$ and vinorelbine on microtubule dynamics better than the more powerful effects of @DRUG$ .	0
0	Susceptibility of rapidly growing mycobacteria isolated from Australian cats to @DRUG$, moxidectin, ceftiofur and @DRUG$.	susceptibleness of rapidly growing mycobacteria isolated from Australian cats to @DRUG$ , moxidectin , ceftiofur and @DRUG$ .	Susceptibility of rapidly growing mycobacteria isolated Australian from cats to @DRUG$ , moxidectin , ceftiofur and @DRUG$ .	rapidly growing mycobacteria isolated from Australian cats @DRUG$ , moxidectin , ceftiofur and @DRUG$ .	The susceptibility of rapidly growing mycobacteria isolated from Australian cats to @DRUG$ is different than the susceptibility of those same bacteria to moxidectin, ceftiofur and @DRUG$.	0
0	METHODS: 12 healthy male subjects aged between 21 and 31 years (24 years median) orally received daily doses of 20 mg metal zinc as zinc gluconate and 17.4 mg metal @DRUG$ @DRUG$ zinc oxide under randomized crossover conditions for 14 days each with at least 14 days as a washout.	METHODS : 12 healthy male subjects aged between 21 and thirty one years ( 24 years median ) orally received daily acid of 20 mg metal zinc as zinc gluconate and 17.4 mg metal @DRUG$ @DRUG$ zinc oxide under randomised crossover circumstance for  days each with at least  days as a washout .	and : 12 healthy for subjects aged between 21 days 31 years ( 24 years median ) orally received daily doses of 20 each metal zinc as mg gluconate METHODS 17.4 mg metal @DRUG$ @DRUG$ zinc oxide under randomized crossover conditions male 14 days zinc with at least 14 and as a washout .	METHODS 12 healthy male subjects aged between 21 and years ( 24 years ) orally received daily doses of 20 mg metal zinc as zinc gluconate and 17.4 mg metal @DRUG$ @DRUG$ zinc oxide under randomized crossover conditions for 14 days each with at least 14 days as a .	Zinc gluconate and zinc oxide are both forms of zinc. Zinc gluconate is a mineral that is found in some foods and is also available as a dietary supplement. Zinc oxide is a mineral that is used as a sunscreen and as a treatment for skin conditions such as	1
0	SC tinzaparin 75 anti-Xa IU/kg/day showed similar thromboprophylactic efficacy to adjusted-dosage oral @DRUG$ in patients undergoing total @DRUG$ arthroplasty; in patients undergoing knee replacement, the incidence of deep vein thrombosis (DVT) was significantly lower with tinzaparin.	SC tinzaparin lxxv anti-Xa IU / kg / day showed like thromboprophylactic efficacy to adjusted - dosage oral @DRUG$ in patients undergoing full @DRUG$ arthroplasty ; in patients undergoing knee replacement , the incidence of deep nervure thrombosis ( DVT ) was significantly lower with tinzaparin .	SC tinzaparin 75 anti-Xa IU / dosage / day showed similar in efficacy to adjusted - kg oral @DRUG$ thromboprophylactic patients undergoing total @DRUG$ arthroplasty deep in patients undergoing knee replacement with the incidence of ; vein thrombosis ( DVT ) was significantly lower , tinzaparin .	SC tinzaparin 75 anti-Xa IU / kg / day showed similar thromboprophylactic efficacy to adjusted - dosage oral @DRUG$ patients undergoing total @DRUG$ arthroplasty ; in patients undergoing knee replacement , the incidence of deep thrombosis ( ) was significantly lower with tinzaparin .	SC tinzaparin 75 anti-Xa IU / kg / day showed similar thromboprophylactic efficacy to adjusted - dosage oral @DRUG$ in patients undergoing total @DRUG$ arthroplasty ; in patients undergoing knee replacement , the incidence of deep vein thrombosis	0
0	The present study evaluates the activity of @DRUG$ and the two enantiomers of 3-isobutylgaba in @DRUG$ and carrageenan-induced inflammatory pain models.	The present study evaluates the activity of @DRUG$ and the two enantiomers of ternary - isobutylgaba in @DRUG$ and carrageenan - induced inflammatory pain in the ass models .	The present study evaluates - activity of @DRUG$ and the two enantiomers of 3 - isobutylgaba in @DRUG$ the carrageenan and induced inflammatory pain models .	The present activity of @DRUG$ and the two enantiomers of 3 isobutylgaba in @DRUG$ and carrageenan - induced pain models .	The study found that @DRUG$ was more effective than the two enantiomers of 3 - isobutylgaba in reducing pain in both the carrageenan - induced inflammation model and the @DRUG$ model.	0
0	Deglycosylation by treatment with endoglycosidase-@DRUG$ resulted in a protein with a @DRUG$(r) of 35 kDa.	Deglycosylation by discussion with endoglycosidase - @DRUG$ resulted in a protein with a @DRUG$ ( radius ) of 35 kDa .	Deglycosylation by r treatment endoglycosidase - @DRUG$ resulted in a protein with a @DRUG$ ( with ) of 35 kDa .	Deglycosylation by treatment with endoglycosidase - @DRUG$ resulted in a protein a @DRUG$ ( r ) of 35 kDa .	@DRUG$ is a protein that is deglycosylated by treatment with endoglycosidase, resulting in a protein with a @DRUG$ of 35 kDa.	0
1	Two of the subjects were also given 50 mg and 100 mg of @DRUG$ in alcoholic solution and 200 @DRUG$ as a tablet.	Two of the subject were also given l mg and 100 mg of @DRUG$ in alcoholic solution and 200 @DRUG$ as a tablet .	Two of the 200 were also given 50 mg 100 and mg of @DRUG$ in alcoholic solution and subjects @DRUG$ as a tablet .	Two of the were also given 50 mg and 100 mg of @DRUG$ in alcoholic solution and 200 @DRUG$ as a .	Two of the subjects were also given 50 mg and 100 mg of @DRUG$ in alcoholic solution and 200 @DRUG$ as a tablet ."Subjects were given different doses of both DRUGA and DRUGB, and the relationship between the two drugs was observed.	0
0	Imidacloprid and acetamiprid were recovered at about 90% at the spike levels with 0.2 and 2 mg/kg in cucumber, @DRUG$, tomato, eggplant, Japanese radish, and @DRUG$.	Imidacloprid and acetamiprid were recovered at about ninety % at the spike levels with 0.2 and 2 magnesium / kg in cucumber , @DRUG$ , tomato , eggplant , nipponese radish , and @DRUG$ .	Imidacloprid and acetamiprid were recovered at about 90 % and the spike levels 0.2 eggplant and 2 mg / kg in cucumber , @DRUG$ , tomato , with , Japanese radish , at @DRUG$ .	Imidacloprid and acetamiprid were recovered at about 90 % at the spike levels with 0.2 and 2 kg cucumber , @DRUG$ , tomato eggplant , Japanese radish , and @DRUG$ .	Imidacloprid and acetamiprid were found in high concentrations in cucumber, tomato, eggplant, Japanese radish, and @DRUG$.	1
0	@DRUG$ seems to be @DRUG$ suitable a ligand as R1881 for measuring the androgen receptor.	@DRUG$ seems to be @DRUG$ suitable a ligand as R1881 for measure the androgen receptor .	@DRUG$ seems to be @DRUG$ suitable a ligand receptor R1881 for measuring the androgen as .	@DRUG$ seems @DRUG$ suitable a as R1881 for measuring the androgen receptor .	@DRUG$ is a good ligand for measuring the androgen receptor when used with R1881.	1
0	To date, only 2 broad-spectrum K(+) channel blockers, @DRUG$ (4-AP) and 3,4-diaminopyridine (@DRUG$), have been tested in MS patients.	To day of the month , only 2 broad-spectrum atomic number  ( + ) channel blockers , @DRUG$ ( 4 - AP ) and 3,4- diaminopyridine ( @DRUG$ ) , have been tested in MS patient .	To ( broad-spectrum only 2 , K MS + ) channel blockers , @DRUG$ ( 4 - AP ) and 3,4- diaminopyridine ( @DRUG$ ) , have been tested in date patients .	To , only 2 K ( + ) channel blockers @DRUG$ ( 4 - AP ) 3,4- diaminopyridine ( @DRUG$ ) , have been tested in MS patients	So far, only two drugs that block K+ channels (@DRUG$ and @DRUG$) have been tested on MS patients.	0
1	There is evidence that clonazepam, clorazepate, diazepam, @DRUG$, midazolam, nitrazepam, and @DRUG$ are excreted into breast milk.	There is evidence that clonazepam , clorazepate , valium , @DRUG$ , versed , nitrazepam , and @DRUG$ are excreted into breast milk .	There is evidence , clonazepam that clorazepate , diazepam , @DRUG$ , midazolam , nitrazepam , and @DRUG$ are breast into excreted milk .	There is evidence that clonazepam , clorazepate , diazepam , @DRUG$ nitrazepam , and @DRUG$ are excreted into breast milk .	There is evidence that clonazepam, clorazepate, diazepam, midazolam, nitrazepam, and @DRUG$ are excreted into breast milk.	1
1	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs @DRUG$ and haloperidol, new generation antipsychotics represented by risperidone, olanzapine, ziprasidone, quetiapine, and @DRUG$, as well as, with those of preferential D2/3, D4, 5-HT1A, 5-HT2A, 5-HT2C, alpha1, and alpha2 receptor ligands.	The effect of sertindole was equate to those obtained with the reference antipsychotic drugs @DRUG$ and haldol , newly generation antipsychotics represented by risperidone , olanzapine , ziprasidone , quetiapine , and @DRUG$ , as well as , with those of preferential D2/3 , D4 , fivesome - HT1A , fivesome - HT2A , fivesome - HT2C , alpha1 , and alpha2 sensory receptor ligand .	The effect of , was compared to those obtained , the reference antipsychotic drugs @DRUG$ and haloperidol , new generation antipsychotics represented by risperidone HT2C olanzapine , ziprasidone , quetiapine , and @DRUG$ , as well as , with those of preferential D2/3 , D4 , 5 - , - 5 - 5 , HT2A , HT1A sertindole alpha1 with and alpha2 receptor ligands .	The effect of sertindole was compared to those with the reference antipsychotic drugs @DRUG$ and haloperidol , new generation antipsychotics represented by risperidone , olanzapine ziprasidone , quetiapine , and @DRUG$ , well as , with those of preferential D2/3 , D4 , 5 - HT1A , 5 - HT2A 5 - HT2C , alpha1 , and alpha2 receptor ligands .	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs @DRUG$ and haloperidol , new generation antipsychotics represented by risperidone , olanzapine , ziprasidone , quetiapine , and DRU	1
0	METHODS: 334 patients >65 years with sitting systolic blood pressure (sitSBP) > or = 160 mmHg and diastolic blood pressure (sitDBP) 90-114 mmHg were randomized to 12 weeks of double-blind treatment with eprosartan, 600-800 @DRUG$ once daily (o.d.) or enalapril (5-20 mg o.@DRUG$.), with flexible dose titration to lower systolic blood pressure below 140 mmHg.	METHODS : 334 patients > 65 years with seated systolic blood pressure ( sitSBP ) > or = 160 mmHg and diastolic blood pressure ( sitDBP ) 90 - 114 mmHg were randomize to 12 weeks of double - unreasoning intervention with eprosartan , 600 - 800 @DRUG$ once daily ( o.d. ) or enalapril ( 5 - 20 milligram o.@DRUG$ . ) , with flexible loony toons titration to frown systolic blood pressure below 140 mmHg .	METHODS : 334 patients . 65 years with sitting - blood pressure ( mmHg ) > or treatment 160 mmHg and diastolic ) pressure ( sitDBP ) > systolic 114 sitSBP were randomized to 800 weeks of double - blind = with eprosartan , 600 - 12 @DRUG$ once daily ( o.d. blood or enalapril ( 5 - 20 mg o.@DRUG$ 90 ) , with flexible dose titration to lower systolic blood pressure below 140 mmHg .	METHODS 334 patients 65 years with sitting systolic blood pressure ( sitSBP ) > or = 160 mmHg and diastolic blood pressure ( sitDBP ) - 114 mmHg were randomized to weeks of double - blind treatment with eprosartan , 600 - 800 @DRUG$ once daily ( o.d. ) or enalapril ( 5 - 20 mg ) , with flexible titration to lower systolic blood pressure 140 mmHg .	334 patients were randomized to 12 weeks of double-blind treatment with eprosartan, 600-800 @DRUG$ once daily (o.d.) or enalapril (5-20 mg o.@DRUG$.), with flexible dose titration to lower systolic blood pressure	0
0	Icodextrin (Extraneal) is a high molecular weight glucose polymer developed specifically for use @DRUG$ an alternative osmotic agent to @DRUG$ during the once-daily long-dwell exchange in peritoneal dialysis (PD).	Icodextrin ( Extraneal ) is a senior high school molecular weight unit glucose polymer educate specifically for use @DRUG$ an alternative osmotic agent to @DRUG$ during the once-daily long-dwell exchange in peritoneal dialysis ( PD ) .	Icodextrin ( Extraneal ) is a high specifically weight glucose polymer developed molecular for use @DRUG$ an alternative osmotic agent during @DRUG$ to the once-daily long-dwell exchange PD peritoneal dialysis ( in ) .	Icodextrin ( Extraneal ) is a high molecular weight glucose polymer developed specifically for use @DRUG$ an alternative agent to @DRUG$ during the once-daily long-dwell exchange in peritoneal dialysis ( PD .	Icodextrin ( Extraneal ) is a high molecular weight glucose polymer which is specifically designed for use as an alternative osmotic agent to @DRUG$ during the once-daily long-dwell exchange in peritoneal dialysis ( PD ) .	1
0	In the ADAPT-1 study, 65.6% of patients who received 60 mg avatrombopag and 88.1% of patients who received 40 @DRUG$ avatrombopag @DRUG$ the primary endpoint compared with 22.9% and 38.2% of patients receiving placebo, respectively (P < .0001 for both).	indium the ADAPT - 1 study , 65.6 % of affected role who received 60 mg avatrombopag and 88.1 % of affected role who received 40 @DRUG$ avatrombopag @DRUG$ the primary winding end point compare with 22.9 % and 38.2 % of affected role receiving placebo , respectively ( P < .0001 for both ) .	In the ADAPT of 1 study , 65.6 % of received who % 60 mg avatrombopag and 88.1 % - patients who received 40 @DRUG$ avatrombopag @DRUG$ the placebo endpoint compared with 22.9 % and 38.2 patients of both receiving primary , respectively ( P < .0001 for patients ) .	In the ADAPT - 1 study 65.6 % of who received 60 mg avatrombopag and 88.1 % of patients who received @DRUG$ avatrombopag @DRUG$ the primary endpoint compared with 22.9 % 38.2 % patients receiving placebo , respectively ( P < .0001 for ) .	Avatrombopag ( @DRUG$ ) was found to be more effective than placebo in achieving the primary endpoint in both the 60 mg and 40 mg doses in the ADAPT - 1 study.	1
1	Pinaverium bromide was 30 times less potent than @DRUG$ in inhibiting intraluminal pressure responses of in vitro rat colonic segments to barium chloride, @DRUG$, FK 33-824 or field stimulation.	Pinaverium bromide was thirty times less potent than @DRUG$ in inhibiting intraluminal pressure responses of in vitro tell on colonic segments to ba chloride , @DRUG$ , FK 33 - 824 or field stimulation .	barium bromide was 30 times less potent than @DRUG$ in inhibiting intraluminal field responses 824 in vitro rat colonic segments to Pinaverium chloride , @DRUG$ , FK 33 - of or pressure stimulation .	Pinaverium bromide was 30 times less potent than @DRUG$ in inhibiting intraluminal pressure responses of in vitro rat colonic segments to barium chloride , @DRUG$ , FK 33 - 824 or field stimulation .	Pinaverium bromide was 30 times less potent than @DRUG$ in inhibiting intraluminal pressure responses of in vitro rat colonic segments to barium chloride, @DRUG$, FK 33-824 or field stimulation.	0
0	Because previous studies postulated that antipain could affect the induction of chromosomal aberrations by suppressing free radical reactions within cells, we also tested whether antipain affects X-ray-induced aberrations when present only during the time of irradiation, as is the case for free radical scavengers, such @DRUG$ L-@DRUG$.	Because previous studies call for that antipain could affect the induction of chromosomal optical aberration by suppressing disengage radical reactions within cells , we also tested whether antipain affects x radiation - induct optical aberration when present only during the time of irradiation , as is the case for disengage radical scavengers , such @DRUG$ L-@DRUG$ .	Because previous studies postulated whether - could affect the induction of chromosomal when by suppressing free radical reactions within cells , such also tested that antipain affects X-ray antipain we aberrations aberrations present only during the time of irradiation , as is the case for free radical scavengers , induced @DRUG$ L-@DRUG$ .	Because previous studies postulated that antipain could affect the induction of chromosomal aberrations by reactions within cells , we tested whether antipain affects X-ray - induced aberrations when present only during the time of irradiation as is the for free radical scavengers , such @DRUG$ L-@DRUG$ .	Because previous studies postulated that antipain could affect the induction of chromosomal aberrations by suppressing free radical reactions within cells , we also tested whether antipain affects X-ray - induced aberrations when present only during the time of irradiation , as is the case for free radical scavengers	1
0	In October 2016, @DRUG$ received its first global approval, in the USA, for use in combination with @DRUG$ for the treatment of adult patients with soft tissue sarcoma.	In October 2016 , @DRUG$ received its first spherical approval , in the united states , for use in combination with @DRUG$ for the treatment of full grown patients with soft tissue sarcoma .	adult October 2016 soft @DRUG$ received its first approval global , in the USA , for use in combination with @DRUG$ for the treatment of In patients with , tissue sarcoma .	In October 2016 , @DRUG$ received its first global , in the USA , for use in combination with @DRUG$ for the treatment of adult patients with soft tissue sarcoma .	@DRUG$ is a drug that is approved for use in combination with @DRUG$ for the treatment of adult patients with soft tissue sarcoma.	0
0	Used at a dose of 2 micrograms/ml, CA provoked a sharp drop in the production of @DRUG$, @DRUG$ and 11-deoxycortisol.	Used at a dose of 2 micrograms / ml , ca provoked a sharp leave out in the production of @DRUG$ , @DRUG$ and 11 - deoxycortisol .	Used at a dose of 2 micrograms / ml , CA provoked a sharp , - the production of @DRUG$ drop @DRUG$ and 11 in deoxycortisol .	Used at a dose of 2 micrograms ml , provoked a sharp drop in the production of @DRUG$ , @DRUG$ and - deoxycortisol .	When CA was used at a dose of 2 micrograms / ml, it caused a sharp drop in the production of @DRUG$, @DRUG$, and 11-deoxycortisol.	0
0	The MIPs with selectivity and high affinity to florfenicol were successfully applied @DRUG$ solid-phase extraction materials to extract and clean up the @DRUG$ in milk, followed by liquid chromatography-tandem mass spectrometry (LC-MS) analysis.	The mips with selectivity and high pitched affinity to florfenicol were successfully applied @DRUG$ solid- phase origin materials to extract and clean up the @DRUG$ in milk , followed by liquid chromatography - tandem bicycle mass spectrometry ( LC - MS ) analysis .	liquid MIPs with selectivity and high affinity to florfenicol clean successfully applied @DRUG$ solid- phase extraction materials to extract and were followed the @DRUG$ in milk , spectrometry by The chromatography - tandem mass up ( LC - MS ) analysis .	The MIPs with selectivity and high affinity to florfenicol were successfully applied @DRUG$ solid- phase extraction materials to extract and clean up @DRUG$ in milk , followed liquid chromatography tandem mass spectrometry LC MS analysis .	The materials with selectivity and high affinity to florfenicol were successfully applied to extract and clean up the in milk , followed by analysis .	1
0	An accumulating body of clinical and toxicological literature has appeared since 2010 describing neutropenia, agranulocytosis, leukoencephalopathy and vasculitis in cases associated with @DRUG$-adulterated @DRUG$.	An accumulating body of clinical and toxicological lit has appeared since 2010 describing neutropenia , agranulosis , leukoencephalopathy and vasculitis in cases associated with @DRUG$ - adulterated @DRUG$ .	An accumulating body of with associated toxicological literature has appeared since 2010 describing neutropenia , agranulocytosis , leukoencephalopathy and vasculitis in cases and clinical @DRUG$ - adulterated @DRUG$ .	An accumulating body of clinical and toxicological literature has appeared since 2010 neutropenia , leukoencephalopathy and vasculitis in cases associated @DRUG$ - adulterated @DRUG$ .	Since 2010, there have been a number of cases of neutropenia, agranulocytosis, leukoencephalopathy, and vasculitis reported in people who have taken @DRUG$, which is an adulterated form of @DRUG$.	0
0	For patients with strongly suspected (or confirmed) HIT, whether or not complicated by thrombosis, we recommend use of an alternative, nonheparin anticoagulant (danaparoid [Grade 1B], lepirudin [Grade 1C], argatroban [Grade 1C], fondaparinux [Grade 2C], or @DRUG$ [Grade 2C]) over the further use of unfractionated heparin (UFH) or low-molecular-weight heparin (LMWH) therapy or initiation/continuation of @DRUG$ antagonists (VKAs) [Grade 1B].	For patients with powerfully suspect ( or sustain ) reach , whether or not complicate by thrombosis , we urge use of an alternative , nonheparin decoagulant ( danaparoid [ form 1B ] , lepirudin [ form 1C ] , argatroban [ form 1C ] , fondaparinux [ form 2C ] , or @DRUG$ [ form 2C ] ) over the further use of unfractionated heparin ( UFH ) or low-molecular - slant heparin ( LMWH ) therapy or initiation / continuation of @DRUG$ antagonists ( VKAs ) [ form 1B ] .	For patients with strongly suspected ( or confirmed , HIT , whether or not complicated by thrombosis , or UFH danaparoid of an alternative [ nonheparin anticoagulant ( use [ Grade 1B ] , [ [ Grade 1C ] , argatroban [ Grade 1C ] , fondaparinux [ lepirudin 2C ] , or @DRUG$ LMWH Grade 2C ] ) over the further use of unfractionated heparin ( recommend ) we low-molecular ) weight heparin ( Grade ) therapy or initiation / continuation of @DRUG$ antagonists ( VKAs ) - Grade 1B ] .	For patients with strongly suspected ( or confirmed ) HIT , whether or not complicated by thrombosis , we recommend use of an alternative , nonheparin anticoagulant ( danaparoid [ Grade 1B ] lepirudin [ Grade 1C ] , argatroban Grade 1C ] , fondaparinux [ Grade 2C ] , or @DRUG$ [ Grade 2C ] ) over the further use of unfractionated heparin ( UFH ) or low-molecular - weight heparin ( LMWH ) therapy or initiation / continuation of @DRUG$ antagonists ( VKAs ) [ Grade 1B ] .	For patients with strongly suspected ( or confirmed ) HIT , whether or not complicated by thrombosis , we recommend use of an alternative , nonheparin anticoagulant ( danaparoid [ Grade 1B ] , lepirudin [ Grade 1C ] , argatro	1
0	Those who @DRUG$ the required criteria proceeded to the second part (ONO-4538-14), and received the @DRUG$ dose as in part one every 2 weeks.	Those who @DRUG$ the required criteria proceeded to the arcsecond part ( ono - 4538 - 14 ) , and received the @DRUG$ dose as in part unmatched every 2 weeks .	Those who @DRUG$ the required criteria proceeded to the second part ( ONO part 4538 - 14 ) every and received the @DRUG$ dose - in as one , 2 weeks .	Those who @DRUG$ the criteria proceeded to the second part ( ONO - 4538 - 14 ) , and received the @DRUG$ dose as part one every 2 weeks .	If you met the requirements for @DRUG$, you then received the @DRUG$ dose every 2 weeks.	0
0	Prostanoids have been divided into @DRUG$ analogues (@DRUG$, latanoprost and travoprost) and prostamides (bimatoprost) because of differences in molecular structures.	Prostanoids have been dual lane into @DRUG$ analogues ( @DRUG$ , latanoprost and travoprost ) and prostamides ( bimatoprost ) because of differences in molecular body structure .	prostamides have been divided into @DRUG$ analogues ( @DRUG$ travoprost latanoprost and , ) and Prostanoids ( bimatoprost ) because of differences in molecular structures .	Prostanoids been divided into @DRUG$ analogues ( @DRUG$ latanoprost and ) and prostamides ( bimatoprost ) of differences in molecular structures .	Prostanoids have been divided into two groups - @DRUG$ analogues ( latanoprost and travoprost ) and prostamides ( bimatoprost ) - because of differences in molecular structures .	1
0	In the clinical trials in patients with heart failure, @DRUG$ at doses of 30, 60, and 90 mg/d was associated with mean weight changes of -1.80, -2.10, and -2.05 kg, respectively, versus -0.60 kg with placebo (P = 0.002, @DRUG$ = 0.002, and P = 0.009).	hoosier state the clinical trials in patients with heart failure , @DRUG$ at cupids disease of  , 60 , and 90 milligram /d was associated with stand for weight changes of - 1.80 , - 2.10 , and - 2.05 kg , respectively , versus - 0.60 kg with placebo ( phosphorus = 0.002 , @DRUG$ = 0.002 , and phosphorus = 0.009 ) .	In the clinical trials in patients with heart failure , @DRUG$ at doses of 30 , 60 , and 90 mg /d , associated with mean weight changes of - 1.80 , 2.05 2.10 , 0.002 respectively - kg 0.60 - , and - , kg with placebo ( P = 0.002 was @DRUG$ = and , versus P = 0.009 ) .	In the clinical trials patients with heart failure , @DRUG$ at doses of 30 , 60 , and mg /d was associated with mean weight changes of - 1.80 , - 2.10 , - 2.05 kg , respectively versus - 0.60 kg placebo ( P = 0.002 , @DRUG$ = 0.002 , and = 0.009 ) .	In the clinical trials in patients with heart failure, @DRUG$ at doses of 30, 60, and 90 mg/d was associated with mean weight changes of -1.80, -2.10, and -2.05 kg, respectively, versus -0.60 kg with placebo (	1
0	Hypertensive patients were randomized to treatment with placebo (15 days) or lercanidipine 20 @DRUG$/@DRUG$ (15 days).	hypertensive patients were randomized to treatment with placebo (  days ) or lercanidipine 20 @DRUG$ / @DRUG$ (  days ) .	Hypertensive patients placebo randomized to 15 with were ( treatment days ) or lercanidipine 20 @DRUG$ / @DRUG$ ( 15 days ) .	Hypertensive to treatment with placebo ( 15 days ) lercanidipine @DRUG$ / @DRUG$ ( 15 days ) .	Patients with high blood pressure were given either a placebo (15 days) or lercanidipine (20 mg/day) (15 days).	1
1	@DRUG$ was as effective as @DRUG$ in providing symptomatic relief for over 8700 patients with rheumatoid arthritis.	@DRUG$ was as effective as @DRUG$ in providing symptomatic relief for over 8700 affected role with rheumatoid arthritis .	@DRUG$ was as effective as @DRUG$ in providing symptomatic relief 8700 over for patients with rheumatoid arthritis .	@DRUG$ effective as @DRUG$ in providing symptomatic relief for over 8700 patients with rheumatoid .	@DRUG$ was just as effective as @DRUG$ in providing relief from symptoms for over 8700 patients with rheumatoid arthritis.	0
0	After four weeks of treatment, oestrone and oestrone sulphate levels were also suppressed to a greater extent by anastrozole compared with @DRUG$ (oestrone: 85% versus 67%, respectively, P = 0.0043; oestrone sulphate: 92% versus 67%, respectively, @DRUG$ = 0.0007).	afterwards four weeks of treatment , oestrone and oestrone sulphate levels were besides suppressed to a big extent by anastrozole compared with @DRUG$ ( oestrone : 85 % versus sixty seven % , respectively , p = 0.0043 ; oestrone sulphate : 92 % versus sixty seven % , respectively , @DRUG$ = 0.0007 ) .	% four weeks of treatment , , and oestrone sulphate levels were also suppressed to a greater extent oestrone anastrozole compared with @DRUG$ ( oestrone : 85 % versus 67 67 , respectively , P = 0.0043 ; by sulphate : 92 % versus After % ) respectively , @DRUG$ = 0.0007 oestrone .	four weeks of treatment , oestrone and oestrone sulphate levels were also suppressed to a greater extent by anastrozole compared with @DRUG$ ( oestrone 85 % 67 % , respectively P = 0.0043 ; sulphate : 92 % versus 67 % , respectively , @DRUG$ = 0.0007 ) .	After four weeks of treatment, oestrone and oestrone sulphate levels were also suppressed to a greater extent by anastrozole compared with @DRUG$ (oestrone: 85% versus 67%, respectively, P=0.0043; oestrone sulphate: 92	1
0	They received placebo, @DRUG$ 2.5 mg, @DRUG$ 8 mg or the combination of the two active treatments according to a double-blind, randomised, balanced, crossover design.	They received placebo , @DRUG$ 2.5 mg , @DRUG$ eighter mg or the combination of the two active treatments according to a double - blind , randomised , poise , crossover innovation .	They received placebo - @DRUG$ 2.5 mg , @DRUG$ 8 mg or the combination of the two active treatments double to a according , blind , randomised , balanced , crossover design .	They received placebo , @DRUG$ 2.5 mg , @DRUG$ 8 mg or the combination of the two active treatments according to a double - blind , randomised , balanced , crossover design .	The participants received either a placebo, @DRUG$ 2.5 mg, @DRUG$ 8 mg or a combination of the two active treatments, but they didn't know which one they were getting.	0
0	Besides identifying seven known @DRUG$ metabolites (6-hydroxymelatonin glucuronide, 6-hydroxymelatonin @DRUG$, N-acetylserotonin glucuronide, N-acetylserotonin sulfate, 6-hydroxymelatonin, 2-oxomelatonin, 3-hydroxymelatonin), principal components analysis of urinary metabolomes also uncovered seven new MEL metabolites, including MEL glucuronide, cyclic MEL, cyclic N-acetylserotonin glucuronide, cyclic 6-hydroxymelatonin; 5-hydroxyindole-3-acetaldehyde, di-hydroxymelatonin and its glucuronide conjugate.	Besides name seven known @DRUG$ metabolites ( 6-hydroxymelatonin glucuronide , 6-hydroxymelatonin @DRUG$ , N-acetylserotonin glucuronide , N-acetylserotonin sulphate , 6-hydroxymelatonin , 2-oxomelatonin , 3- hydroxymelatonin ) , main component depth psychology of urinary metabolomes also uncovered seven new MEL metabolites , including MEL glucuronide , cyclical MEL , cyclical N-acetylserotonin glucuronide , cyclical 6 - hydroxymelatonin ; 5 - hydroxyindole -3 - acetaldehyde , di-hydroxymelatonin and its glucuronide conjugate .	Besides identifying seven , @DRUG$ metabolites ( 6-hydroxymelatonin glucuronide , 6-hydroxymelatonin @DRUG$ , N-acetylserotonin glucuronide , N-acetylserotonin sulfate , 6-hydroxymelatonin , 2-oxomelatonin , 3- hydroxymelatonin ) , principal components analysis of urinary metabolomes also uncovered , new MEL metabolites MEL glucuronide , glucuronide , cyclic MEL including cyclic N-acetylserotonin glucuronide , cyclic 6 - hydroxymelatonin ; 5 - hydroxyindole -3 - acetaldehyde seven di-hydroxymelatonin and its known conjugate .	Besides identifying seven known @DRUG$ metabolites ( 6-hydroxymelatonin glucuronide , 6-hydroxymelatonin @DRUG$ , glucuronide , N-acetylserotonin sulfate , 6-hydroxymelatonin , 2-oxomelatonin , 3- hydroxymelatonin , principal components analysis of urinary metabolomes also uncovered MEL metabolites , including MEL glucuronide , cyclic MEL , cyclic N-acetylserotonin glucuronide , cyclic 6 - hydroxymelatonin ; 5 - hydroxyindole -3 - acetaldehyde , di-hydroxymelatonin and glucuronide conjugate .	@DRUG$ is metabolized into @DRUG$, as well as seven other metabolites. These metabolites are then excreted in urine.	0
0	Chlordiazepoxide (12.5 mg/kg b.d.) and midazolam (0.75 mg/kg b.@DRUG$.) induced a slowly evolving tolerance over 15 days whereas @DRUG$ (0.6 mg/kg b.d.) induced a very marked rapid tolerance which developed no further during 6 days treatment.	Chlordiazepoxide ( 12.5 mg / kg b.d. ) and midazolam ( 0.75 mg / kg b.@DRUG$ . ) induced a slowly evolving permissiveness over 15 day whereas @DRUG$ ( 0.6 mg / kg b.d. ) induced a very brand speedy permissiveness which developed no further during 6 day discourse .	Chlordiazepoxide days 12.5 mg / kg b.d. ) and midazolam ( 0.75 mg / kg b.@DRUG$ . ) induced a slowly evolving ) over marked days whereas @DRUG$ ( 0.6 mg tolerance kg b.d. / induced a very 15 rapid tolerance treatment developed no further during 6 ( which .	Chlordiazepoxide 12.5 mg / kg b.d. ) and midazolam ( 0.75 mg / kg b.@DRUG$ . induced a slowly evolving tolerance over 15 days whereas ( 0.6 mg / kg b.d. ) induced a very rapid tolerance which developed no further during 6 days treatment .	Chlordiazepoxide ( 12.5 mg / kg b.d. ) and midazolam ( 0.75 mg / kg b.@DRUG$ . ) induced a slowly evolving tolerance over 15 days whereas @DRUG$ ( 0.6 mg / kg b.d. ) induced	0
1	Compared with @DRUG$ (DRSP) monotherapy, DRSP plus @DRUG$ was better in reducing body mass index (BMI), luteinizing hormone (LH) and low-density lipoprotein cholesterol (LDL-C).	Compared with @DRUG$ ( DRSP ) monotherapy , DRSP asset @DRUG$ was better in trim down body mass index ( BMI ) , luteinizing hormone ( LH ) and low density lipoprotein cholesterol ( LDL - C ) .	Compared with @DRUG$ ) was ( monotherapy , DRSP plus @DRUG$ DRSP better in reducing body mass index ( BMI ) , and hormone ( LH ) luteinizing low-density lipoprotein cholesterol ( LDL - C ) .	Compared with @DRUG$ ( DRSP ) monotherapy , DRSP plus @DRUG$ better in reducing body mass index ( BMI ) , luteinizing hormone ( LH ) and low-density lipoprotein cholesterol ( LDL - C ) .	Compared with @DRUG$ ( DRSP ) monotherapy , DRSP plus @DRUG$ was better in reducing body mass index ( BMI ) , luteinizing hormone ( LH ) and low-density lipoprotein cholesterol ( LDL - C ) ."In other words, using DRUG	0
0	@DRUG$ @DRUG$ exhibited high and prolonged concentrations in saliva where concentrations with the clonidine HCl tablet were negligible.	@DRUG$ @DRUG$ exhibited high pitched and prolonged concentrations in saliva where concentrations with the clonidine HCl tablet were negligible .	@DRUG$ @DRUG$ exhibited high and prolonged concentrations in where saliva concentrations with the clonidine HCl tablet were negligible .	@DRUG$ @DRUG$ exhibited high prolonged in saliva where concentrations with the clonidine HCl tablet were negligible .	The concentration of @DRUG$ was much higher than the concentration of @DRUG$ in saliva.	0
0	Boric acid was compared with nystatin, @DRUG$, flucytosine, itraconazole, clotrimazole, ketoconazole, fluconazole, buconazole, and @DRUG$; as monotherapy, boric acid was studied in 7 studies.	boric blistering was compared with nystatin , @DRUG$ , flucytosine , itraconazole , clotrimazole , ketoconazole , fluconazole , buconazole , and @DRUG$ ; as monotherapy , boric blistering was examine in 7 studies .	Boric monotherapy was compared with nystatin , @DRUG$ , as , itraconazole , fluconazole , ketoconazole , clotrimazole , buconazole , and @DRUG$ ; flucytosine acid , boric acid was studied in 7 studies .	Boric acid was compared with nystatin , @DRUG$ , flucytosine , itraconazole , clotrimazole , ketoconazole , fluconazole , buconazole , and @DRUG$ ; as monotherapy , boric acid was studied in 7 studies .	Boric acid was compared with nystatin, @DRUG$, flucytosine, itraconazole, clotrimazole, ketoconazole, fluconazole, buconazole, and @DRUG$; as monotherapy, boric acid was	0
0	Over the past 15 years we have treated 526 patients with severe hyperkinetic movement disorders with @DRUG$ (TBZ), a monoamine-depleting and a @DRUG$-receptor-blocking drug.	Over the past 15 yr we have treated 526 patients with hard hyperkinetic motility disorders with @DRUG$ ( TBZ ) , a monoamine - depleting and a @DRUG$ - receptor- blocking drug .	a the past 15 years a have treated - patients with severe hyperkinetic movement disorders with @DRUG$ ( TBZ ) , Over monoamine 526 depleting and we @DRUG$ - receptor- blocking drug .	Over the past 15 years we have treated 526 patients severe hyperkinetic movement @DRUG$ ( TBZ ) , a monoamine - depleting and a @DRUG$ - receptor- blocking drug .	We have used @DRUG$ to treat hyperkinetic movement disorders in 526 patients over the past 15 years. DRUGA is a monoamine-depleting drug, while @DRUG$ is a receptor-blocking drug.	0
1	Selective ALK inhibitor @DRUG$ with potent antitumor activity in models of @DRUG$ resistance.	Selective ALK inhibitor @DRUG$ with powerful antitumor activity in models of @DRUG$ resistance .	potent ALK inhibitor @DRUG$ with Selective antitumor activity in models of @DRUG$ resistance .	Selective ALK inhibitor @DRUG$ with potent antitumor activity in models of @DRUG$ resistance .	@DRUG$ is a selective ALK inhibitor that has potent antitumor activity in models of @DRUG$ resistance.	0
0	Neonatal serum levels of @DRUG$ (Mg), calcium (Ca), phosphorus (P) and @DRUG$ (ALP) were reviewed.	Neonatal serum levels of @DRUG$ ( Mg ) , calcium ( atomic number  ) , phosphorus ( p ) and @DRUG$ ( ALP ) were reviewed .	Neonatal serum levels of @DRUG$ ( Mg ) ) phosphorus ( Ca ) , calcium ( P ) and @DRUG$ ( ALP , were reviewed .	Neonatal serum levels @DRUG$ ( Mg ) , calcium ( Ca ) , phosphorus ( P ) @DRUG$ ( ALP were reviewed	The levels of @DRUG$, calcium, phosphorus, and @DRUG$ were all studied in newborns.	0
0	At confluency, medium was replaced with 100 microL of varying concentrations of preservatives: benzalkonium chloride (BAK), methyl paraben (MP), sodium perborate (SP), chlorobutanol (Cbl), and stabilized thimerosal (Thi); varying concentrations of buffer: @DRUG$; media (viable control); and @DRUG$ (dead control).	At confluency , metier was replaced with 100 microL of varying concentrations of preservatives : benzalkonium chloride ( BAK ) , methyl paraben ( mp ) , sodium perborate ( SP ) , chlorobutanol ( Cbl ) , and stabilized merthiolate ( Thi ) ; varying concentrations of polisher : @DRUG$ ; culture medium ( viable control ) ; and @DRUG$ ( absolutely control ) .	At confluency , paraben was replaced with 100 ( of varying concentrations of preservatives : ( chloride ) BAK ) , methyl ( ( MP ) buffer sodium perborate ( SP ) , chlorobutanol ( Cbl ) , and stabilized thimerosal microL Thi medium ; varying concentrations of , : @DRUG$ ; media ( viable control ) ; and @DRUG$ benzalkonium dead control ) .	At confluency , was with 100 microL of varying concentrations of preservatives : benzalkonium chloride ( BAK ) , methyl paraben ( MP ) , sodium perborate ( SP ) , chlorobutanol ( Cbl ) , and thimerosal ( Thi ) ; varying concentrations of buffer : @DRUG$ media ( viable control ) ; and @DRUG$ ( dead control ) .	At confluency, medium was replaced with 100 microL of varying concentrations of preservatives: benzalkonium chloride (BAK), methyl paraben (MP), sodium perborate (SP), chlorobutanol (Cbl), and stabilized thimerosal (Thi); varying	1
1	Despite a 50-fold lower binding affinity to MOR, the analgesic potency of tapentadol was only two to three times lower than that of @DRUG$, suggesting that the dual mode of action of @DRUG$ may result in an opiate-sparing effect.	Despite a 50 - folding lower binding affinity to MOR , the analgesic authorisation of tapentadol was only two to tierce times lower than that of @DRUG$ , suggesting that the dual mode of action of @DRUG$ may result in an opiate-sparing impression .	Despite a two analgesic fold lower binding affinity to MOR , the opiate-sparing of potency tapentadol was only 50 to three times lower than that of @DRUG$ , suggesting that the dual mode of action of @DRUG$ may result in an - effect .	Despite a 50 - fold lower affinity to MOR the potency tapentadol was only two to three times lower than that of @DRUG$ , suggesting that the dual mode of action of @DRUG$ may result in opiate-sparing effect .	Despite a 50 - fold lower binding affinity to MOR , the analgesic potency of tapentadol was only two to three times lower than that of @DRUG$ .	1
0	Enalapril 10 to 40 mg/day administered either once or twice daily is effective in lowering blood pressure in all grades of essential and renovascular hypertension, and shows similar efficacy to usual therapeutic dosages of @DRUG$, beta-blockers (@DRUG$, atenolol and metoprolol) and captopril.	Enalapril 10 to 40 mg / clarence shepard day jr administered either once or twice daily is effective in lowering lineage atmospheric pressure in all grades of essential and renovascular hypertension , and shows like efficacy to common therapeutic dosages of @DRUG$ , beta- blockers ( @DRUG$ , atenolol and metoprolol ) and captopril .	day 10 to 40 mg / Enalapril lowering either once grades , daily is of in administered blood pressure in all or effective essential and renovascular hypertension , and shows similar efficacy to usual therapeutic dosages of @DRUG$ twice beta- blockers ( @DRUG$ , atenolol and metoprolol ) and captopril .	Enalapril 10 to mg / day administered either once or twice daily is effective in lowering blood pressure in all grades of essential renovascular hypertension and similar efficacy to usual therapeutic dosages of @DRUG$ , beta- blockers ( @DRUG$ , atenolol and metoprolol ) and captopril .	Enalapril 10 to 40 mg / day administered either once or twice daily is effective in lowering blood pressure in all grades of essential and renovascular hypertension , and shows similar efficacy to usual therapeutic dosages of @DRUG$ and captopril .	1
0	Oral @DRUG$ Corrects or Prevents @DRUG$ Deficiency in Children With Chronic Cholestasis.	Oral @DRUG$ Corrects or Prevents @DRUG$ Deficiency in Children With Chronic cholestasis .	Oral @DRUG$ Corrects or Prevents @DRUG$ Deficiency With Children in Chronic Cholestasis .	Oral @DRUG$ Corrects or Prevents @DRUG$ Deficiency in With Chronic Cholestasis .	Oral @DRUG$ can correct or prevent @DRUG$ deficiency in children with chronic cholestasis.	0
0	STUDY DESIGN: In this randomized, double-blind, multicenter US-based study, women (18-40 years) received 24 weeks (six cycles) of EE/@DRUG$/levomefolate @DRUG$ or EE/drsp for 24 days followed by 4 days of levomefolate calcium alone or placebo, respectively.	STUDY DESIGN : In this randomized , double - blind , multicenter uracil - based study , cleaning lady ( xviii - 40 years ) received 24 weeks ( six cycles ) of EE / @DRUG$ / levomefolate @DRUG$ or EE / drsp for 24 days followed by tetrad days of levomefolate ca alone or placebo , respectively .	STUDY ) : In this randomized , double - blind , multicenter for - ( study , women based 18 - 40 years ) received 24 weeks ( six cycles DESIGN of EE / @DRUG$ / levomefolate @DRUG$ 4 EE / drsp US 24 days , by or days of levomefolate calcium alone or placebo followed respectively .	STUDY DESIGN : In this randomized , double blind multicenter US - based , women ( - 40 years ) received 24 weeks ( six cycles ) EE / @DRUG$ / levomefolate @DRUG$ or EE / drsp for days followed by 4 of levomefolate calcium alone or placebo respectively .	In this study, women received 24 weeks of EE/@DRUG$/levomefolate @DRUG$ or EE/drsp for 24 days followed by 4 days of levomefolate calcium alone or placebo, respectively.	0
1	In phase II and III trials, @DRUG$ was compared with cyclosporine (in combination with basiliximab, @DRUG$, and steroids).	In form II and troika trials , @DRUG$ was compared with cyclosporine ( in combination with basiliximab , @DRUG$ , and steroids ) .	In and II and III trials , @DRUG$ was compared with cyclosporine ( in combination with basiliximab phase @DRUG$ , , steroids ) .	In II and III trials , @DRUG$ was compared with cyclosporine ( in combination with basiliximab @DRUG$ , and steroids ) .	@DRUG$ was compared with cyclosporine ( in combination with basiliximab , @DRUG$ , and steroids ) in phase II and III trials .	0
0	@DRUG$ is the first once-daily protease inhibitor for the treatment of human immunodeficiency virus type 1 infection and should be used only in combination therapy, @DRUG$ part of a highly active antiretroviral therapy (HAART) regimen.	@DRUG$ is the first once-daily protease inhibitor for the handling of human immunodeficiency computer virus type 1 infection and should be used only in combination therapy , @DRUG$ part of a highly active antiretroviral therapy ( HAART ) regime .	@DRUG$ is the first highly protease inhibitor for 1 treatment of human immunodeficiency virus type the infection and should , used only in combination therapy be @DRUG$ part of a once-daily active antiretroviral therapy ( HAART ) regimen .	@DRUG$ is the first once-daily protease inhibitor for the treatment of immunodeficiency virus type infection should be used only in combination therapy , @DRUG$ part of a highly active antiretroviral therapy HAART ) regimen .	@DRUG$ is a drug that is used to treat human immunodeficiency virus type 1 infection, and should only be used in combination with other drugs. @DRUG$ is one of the drugs that should be used in combination with DRUGA in order to treat human immunodeficiency virus	0
0	Fifty-six pigs received 2.5 @DRUG$/kg of tulathromycin 10% formulation by either intramuscular (i.m.) or intravenous (i.v.) route in two studies: study A (10 pigs, i.m. and 10 pigs, i.v.) and study B (36 pigs, i.@DRUG$.).	Fifty - hexad devour received 2.5 @DRUG$ / kilogram of tulathromycin  % formulation by either intramuscular ( i.m. ) or intravenous ( i.v. ) route in two studies : study deoxyadenosine monophosphate (  devour , i.m. and  devour , i.v. ) and study B ( 36 devour , i.@DRUG$ . ) .	Fifty - pigs pigs received 2.5 @DRUG$ / B of tulathromycin ( % formulation by 10 intramuscular either i.m. ) or intravenous ( i.v. ) route in two studies : study A ( 36 pigs , i.m. and 10 pigs , i.v. ) and study kg ( 10 six , i.@DRUG$ . ) .	Fifty - six pigs received 2.5 @DRUG$ / kg of tulathromycin 10 % formulation by either intramuscular ( i.m. ) or intravenous ( ) route two studies : study A ( pigs i.m. and 10 pigs , i.v. ) and study B ( 36 pigs , i.@DRUG$ . ) .	Fifty - six pigs received 2.5 @DRUG$ / kg of tulathromycin 10 % formulation by either intramuscular ( i.m. ) or intravenous ( i.v. ) route in two studies : study A ( 10 pigs , i.m. and 10	1
1	Lansoprazole 30 mg/day, omeprazole 20 @DRUG$/day and @DRUG$ 40 mg/day all provided similar symptom relief in these patients.	Lansoprazole 30 mg / day , omeprazole 20 @DRUG$ / day and @DRUG$ xl mg / day all provided similar symptom relievo in these patients .	Lansoprazole 30 mg / in , omeprazole 20 @DRUG$ / day mg @DRUG$ 40 and / day all provided similar symptom relief day these patients .	Lansoprazole 30 mg / , omeprazole 20 @DRUG$ / day and @DRUG$ 40 mg / day all provided symptom relief in these patients .	Lansoprazole 30 mg / day is just as effective as omeprazole 20 mg / day and @DRUG$ 40 mg / day when it comes to relieving symptoms in these patients .	1
0	Rotenone, a pesticide and complex I inhibitor, causes nigrostriatal degeneration similar to Parkinson disease pathology in a chronic, systemic, in vivo rodent model [M. Alam, @DRUG$.J. Schmidt, @DRUG$ destroys dopaminergic neurons and induces parkinsonian symptoms in rats, Behav.	rotenone , a pesticide and complex I inhibitor , causes nigrostriatal degeneration standardized to james parkinson disease pathology in a chronic , systemic , in vivo rodent model [ M. Alam , @DRUG$ .J. schmidt , @DRUG$ destroys dopaminergic neurons and induces parkinsonian symptoms in rats , Behav .	Rotenone , a pesticide and complex I inhibitor , causes nigrostriatal degeneration similar to pathology disease Parkinson in a , , systemic , rodent vivo in model rats M. Alam , @DRUG$ .J. Schmidt , @DRUG$ destroys dopaminergic neurons and induces parkinsonian symptoms in [ chronic Behav .	Rotenone , a pesticide complex I inhibitor , causes nigrostriatal degeneration similar to disease pathology in a chronic , systemic in rodent model M. Alam , @DRUG$ .J. Schmidt , @DRUG$ destroys dopaminergic and induces parkinsonian symptoms in rats , Behav .	Rotenone, a pesticide and complex I inhibitor, causes nigrostriatal degeneration similar to Parkinson disease pathology in a chronic, systemic, in vivo rodent model [M. Alam, @DRUG$.J. Schmidt, @DRUG$ destroys dopaminergic neurons and induces parkinsonian symptoms	0
0	The antioxidant property of the @DRUG$, namely, @DRUG$ and daidzein is well established in different experimental models and also in clinical studies.	The antioxidant property of the @DRUG$ , namely , @DRUG$ and daidzein is good established in different experimental models and likewise in clinical studies .	The antioxidant property of the @DRUG$ , namely , @DRUG$ and daidzein is well established in different clinical and models also in experimental studies .	The antioxidant property of @DRUG$ , namely , @DRUG$ and daidzein is established in different experimental models and also clinical studies .	The antioxidant property of the @DRUG$, namely, @DRUG$ and daidzein is well established in different experimental models and also in clinical studies.	0
0	Ceftriaxone @DRUG$ effective as long-acting @DRUG$ in short-course treatment of meningococcal meningitis during epidemics: a randomised non-inferiority study.	Ceftriaxone @DRUG$ effective as long-acting @DRUG$ in short-course intervention of meningococcal meningitis during epidemics : a randomised non-inferiority discipline .	meningococcal @DRUG$ effective meningitis long-acting @DRUG$ in short-course treatment of Ceftriaxone as during epidemics : a randomised non-inferiority study .	Ceftriaxone @DRUG$ effective as long-acting @DRUG$ in short-course treatment of meningococcal meningitis during epidemics : a randomised non-inferiority study .	Ceftriaxone is an effective long-acting drug in short-course treatment of meningococcal meningitis during epidemics.	1
0	INTERPRETATION: Oral @DRUG$ etexilate was @DRUG$ effective as enoxaparin in reducing the risk of venous thromboembolism after total hip replacement surgery, with a similar safety profile.	INTERPRETATION : Oral @DRUG$ etexilate was @DRUG$ effective as enoxaparin in reducing the risk of venous thromboembolism after total hip to replacement surgery , with a similar safety visibility .	INTERPRETATION : Oral @DRUG$ etexilate was @DRUG$ effective as enoxaparin in reducing the risk of venous thromboembolism after replacement hip total surgery , similar a with safety profile .	INTERPRETATION : Oral @DRUG$ etexilate was @DRUG$ effective as enoxaparin reducing the risk venous thromboembolism after total surgery , with a similar safety profile .	@DRUG$ was found to be just as effective as the drug enoxaparin in reducing the risk of venous thromboembolism after total hip replacement surgery, with a similar safety profile.	1
0	@DRUG$ was as effective @DRUG$ leuprolide at reducing testosterone <or=0.5 ng/ml from 1 month to study end.	@DRUG$ was as effective @DRUG$ leuprolide at reducing testosterone < or =0.5 ng / ml from 1 calendar month to field of study end .	@DRUG$ was ml effective @DRUG$ leuprolide at reducing ng < or =0.5 testosterone / as from 1 month to study end .	@DRUG$ was as effective @DRUG$ leuprolide at reducing testosterone < or =0.5 ng / ml from 1 month to study .	@DRUG$ was just as effective as @DRUG$ leuprolide at reducing testosterone levels from 1 month to the study's end.	0
0	@DRUG$, @DRUG$ and cefuroxime axetil are beta-lactam antibiotics that are administered orally.	@DRUG$ , @DRUG$ and zinacef axetil are beta-lactam antibiotics that are administered orally .	@DRUG$ , @DRUG$ and cefuroxime axetil that beta-lactam antibiotics are are administered orally .	@DRUG$ , @DRUG$ and cefuroxime axetil are beta-lactam antibiotics that are administered orally .	Beta-lactam antibiotics that are administered orally include @DRUG$, @DRUG$ and cefuroxime axetil.	0
0	STUDY DESIGN: In this randomized, double-blind, multicenter US-based study, women (18-40 years) received 24 weeks (six cycles) of EE/drsp/levomefolate @DRUG$ or EE/@DRUG$ for 24 days followed by 4 days of levomefolate calcium alone or placebo, respectively.	STUDY DESIGN : In this randomize , double - blind , multicenter US - found study , women ( 18 - 40 years ) received 24 weeks ( sestet cycles ) of EE / drsp / levomefolate @DRUG$ or EE / @DRUG$ for 24 years followed by 4 years of levomefolate calcium alone or placebo , severally .	STUDY DESIGN : ( this randomized , double blind 24 , multicenter US - based study , women ( 18 - 40 years ) received 24 weeks In six cycles ) of EE respectively drsp followed levomefolate @DRUG$ or EE / @DRUG$ for - days / by 4 days of levomefolate calcium alone or placebo , / .	STUDY DESIGN : In this randomized , double blind , multicenter US - based study , ( 18 - 40 years ) received 24 weeks ( six cycles ) of EE / drsp / levomefolate @DRUG$ or EE / @DRUG$ for 24 days followed by 4 days of levomefolate , respectively	@DRUG$ is a combination of EE (estrogen), drsp (drospirenone), and levomefolate. @DRUG$ is just EE and levomefolate.	0
0	Eslicarbazepine @DRUG$ (@DRUG$) is a novel antiepileptic drug derived from carbamazepine/oxcarbazepine with a more favorable metabolic profile and potentially better tolerability.	Eslicarbazepine @DRUG$ ( @DRUG$ ) is a novel antiepileptic drug deduce from carbamazepine / oxcarbazepine with a more favorable metabolic profile and potentially easily tolerability .	Eslicarbazepine @DRUG$ ( @DRUG$ with is potentially novel antiepileptic drug derived from carbamazepine / oxcarbazepine ) a more favorable metabolic profile and a better tolerability .	Eslicarbazepine @DRUG$ ( @DRUG$ ) is a novel antiepileptic drug derived from carbamazepine / oxcarbazepine with a more favorable metabolic profile and potentially better tolerability .	@DRUG$ is a newer, more metabolically friendly version of @DRUG$ that is potentially more tolerable.	0
0	Human @DRUG$-a-go-go-related gene (hERG) @DRUG$ channels conduct the rapid component of the delayed rectifier potassium current, IKr, which is crucial for repolarization of cardiac action potentials.	Human @DRUG$ - a-go-go-related gene ( hERG ) @DRUG$ channels conduct the rapid component of the delayed rectifier k electric current , IKr , which is crucial for repolarization of cardiac action potential drop .	Human @DRUG$ - a-go-go-related gene ( hERG ) @DRUG$ channels conduct the for component of rapid delayed rectifier potassium current , IKr action which is crucial the repolarization of cardiac , potentials .	Human @DRUG$ a-go-go-related gene ( hERG ) @DRUG$ channels conduct the rapid component of the delayed rectifier potassium current IKr which is crucial for repolarization cardiac action potentials .	Human @DRUG$ is a gene that codes for a protein called hERG, which is responsible for the rapid component of the delayed rectifier potassium current, IKr. @DRUG$ is a protein that also helps to regulate the rapid component of the delayed rectifier potassium current, IKr	0
0	Participants were instructed to consume 0.15 @DRUG$ nonivamide per day in 450 mL of a @DRUG$ shake additionally to their habitual diet.	Participants were instructed to consume 0.15 @DRUG$ nonivamide per day in 450 mL of a @DRUG$ shake to boot to their wonted diet .	Participants were instructed to consume their @DRUG$ nonivamide per day in 450 mL diet a @DRUG$ shake additionally to 0.15 habitual of .	Participants were instructed to consume 0.15 @DRUG$ nonivamide per day in 450 mL of @DRUG$ shake additionally to their habitual diet .	Participants were instructed to consume 0.15 @DRUG$ nonivamide per day in addition to their habitual diet. This would include consuming 0.15 DRUGA nonivamide per day in 450 mL of a @DRUG$ shake.	0
0	The clinical formulation of leucovorin @DRUG$ (leucovorin, LV) is a mixture of stereoisomers [(6R,S)-5-formyltetrahydrofolate], which have been shown to differ significantly in plasma clearance and route of elimination after intravenous administration; the (6S) isomer is rapidly converted to 5-CH3 @DRUG$ (5-CH3 THF), and the (6R) isomer is slowly eliminated by renal excretion.	The clinical formulation of leucovorin @DRUG$ ( leucovorin , LV ) is a mixture of stereoisomers [ ( sextuplet R , S ) - quintet - formyltetrahydrofolate ] , which have been express to differ significantly in blood plasma clearance and path of elimination after intravenous disposal ; the ( 6S ) isomer is rapidly converted to quintet - CH3 @DRUG$ ( quintet - CH3 THF ) , and the ( sextuplet R ) isomer is lento eliminated by nephritic excretion .	The clinical formulation of leucovorin @DRUG$ , leucovorin , 6 ) after a mixture of stereoisomers [ ( 6 R ( S LV - to - formyltetrahydrofolate ] , which have been shown 5 differ significantly in plasma clearance and route of elimination is intravenous administration ; the ( 6S ) isomer is rapidly converted is 5 - 5 @DRUG$ ( CH3 - CH3 THF ) , and the ) ) R ( isomer to slowly eliminated by renal excretion .	clinical formulation of leucovorin @DRUG$ ( leucovorin , LV ) a mixture of stereoisomers [ ( 6 R , ) - 5 formyltetrahydrofolate ] have been shown to differ significantly in plasma clearance and route of after intravenous administration the ( ) isomer is rapidly converted to - CH3 @DRUG$ ( 5 - CH3 ) , and the ( R ) isomer is eliminated by renal excretion .	The (6S) isomer of leucovorin is rapidly converted to 5-CH3@DRUG$, and the (6R) isomer is slowly eliminated by renal excretion.	1
1	Ocaperidone inhibited dopamine agonist (apomorphine, amphetamine or cocaine)-induced behavioral effects at low doses (0.014-0.042 mg/kg) and was, thereby, equipotent with @DRUG$ (0.016-0.024 mg/kg) and 2.0 to 8.3 times more potent than @DRUG$.	Ocaperidone inhibited dopamine agonist ( apomorphine , upper or cocaine ) - induced behavioural effect at low doses ( 0.014-0.042 mg / kg ) and was , thereby , equipotent with @DRUG$ ( 0.016-0.024 mg / kg ) and 2.0 to 8.3 clip more potent than @DRUG$ .	Ocaperidone inhibited dopamine agonist ( apomorphine , amphetamine or cocaine ) - induced was effects at low doses ( 0.014-0.042 mg / than ) and behavioral , , thereby equipotent with @DRUG$ ( 0.016-0.024 mg / kg ) and 2.0 to 8.3 times more potent kg @DRUG$ .	Ocaperidone inhibited dopamine agonist ( , amphetamine or cocaine ) - induced behavioral effects at low ( kg ) and was , thereby , equipotent with @DRUG$ ( 0.016-0.024 mg / kg ) and 2.0 to times more potent than @DRUG$ .	Ocaperidone inhibited dopamine agonist ( apomorphine , amphetamine or cocaine ) - induced behavioral effects at low doses ( 0.014-0.042 mg / kg ) and was , thereby , equipotent with @DRUG$ ( 0.016-0.024 mg /	1
0	INTERVENTIONS: Patients were randomly assigned to receive a high dose of atorvastatin (80 mg/d; n = 4439), or usual-dose @DRUG$ (20 @DRUG$/d; n = 4449).	INTERVENTIONS : Patients were randomly assigned to receive a high dose of lipitor ( 80 mg /d ; n = 4439 ) , or usual- dose @DRUG$ ( xx @DRUG$ / calciferol ; n = 4449 ) .	Patients : INTERVENTIONS were randomly assigned to ) receive high dose of atorvastatin ( 80 mg /d ; n = 4439 a , or usual- dose @DRUG$ ( 20 @DRUG$ / d ; n = 4449 ) .	Patients were randomly assigned to receive a high dose of atorvastatin ( 80 mg /d ; n ) , or usual- @DRUG$ ( 20 @DRUG$ / ; n = 4449 ) .	Patients were randomly assigned to receive a high dose of atorvastatin ( 80 mg /d ; n = 4439 ) , or usual- dose @DRUG$ ( 20 @DRUG$ / d ; n = 4449 ) .	0
0	METHODS: The authors conducted a multicenter, randomized, double-blind, controlled, parallel, three-arm study to test a defined combination of @DRUG$ hydrobromide (DM) and quinidine sulfate (@DRUG$) (AVP-923) for the treatment of pseudobulbar affect in ALS.	METHODS : The authors deport a multicenter , randomized , double - screen , controlled , parallel , trinity - arm subject field to test a defined combination of @DRUG$ hydrobromide ( DM ) and quinidex sulfate ( @DRUG$ ) ( AVP - 923 ) for the treatment of pseudobulbar affect in ALS .	METHODS : The authors conducted a multicenter , - , double - blind , combination , parallel defined three - arm in to test a @DRUG$ controlled of @DRUG$ hydrobromide ( DM ) and quinidine sulfate ( , ) ( AVP randomized 923 ) for the treatment of pseudobulbar affect study ALS .	: The authors conducted a multicenter , randomized , double - controlled , parallel , three - arm study to test a defined combination of @DRUG$ hydrobromide ( DM ) and quinidine sulfate ( @DRUG$ ) ( AVP - 923 ) for the treatment of pseudobulbar affect in ALS .	The authors conducted a multicenter, randomized, double-blind, controlled, parallel, three-arm study to test a defined combination of @DRUG$ hydrobromide (DM) and quinidine sulfate (@DRUG$) (AVP-923) for the treatment of pseud	0
1	Latanoprost (0.005%) has been very well studied in clinical trials and meta-analyses that show it to be generally as effective as the other @DRUG$ analogs (bimatoprost, travoprost, and tafluprost) and more effective than timolol, @DRUG$, and brimonidine.	Latanoprost ( 0.005 % ) has been very good learn in clinical trials and meta-analyses that establish it to be broadly speaking as effective as the other @DRUG$ analogs ( bimatoprost , travoprost , and tafluprost ) and more effective than timolol , @DRUG$ , and brimonidine .	Latanoprost ( 0.005 travoprost ) has been , well studied in clinical trials and meta-analyses that , it to be generally as effective as the other @DRUG$ analogs ) bimatoprost very % show and tafluprost ( and more effective than timolol , @DRUG$ , and brimonidine .	Latanoprost ( 0.005 % ) has very well studied clinical trials meta-analyses that show it to be generally as effective as the other @DRUG$ analogs bimatoprost , travoprost , and tafluprost ) more effective than timolol , @DRUG$ , and brimonidine .	Latanoprost ( 0.005 % ) is as effective as the other @DRUG$ analogs ( bimatoprost , travoprost , and tafluprost ) and more effective than timolol , @DRUG$ , and brimonidine .	0
0	Dogs were divided into 4 groups: 3 mg/kg epidural deracoxib, 1.5 mg/kg epidural deracoxib, 3 @DRUG$/kg subcutaneous @DRUG$, and a placebo (vehicle for deracoxib).	track were divided into 4 group : 3 magnesium / kg epidural deracoxib , 1.5 magnesium / kg epidural deracoxib , 3 @DRUG$ / kg subcutaneous @DRUG$ , and a placebo ( vehicle for deracoxib ) .	Dogs were divided into 4 groups : 3 ) / kg , deracoxib , 1.5 ( / kg epidural deracoxib , 3 @DRUG$ / kg subcutaneous @DRUG$ epidural and a placebo mg vehicle for deracoxib mg .	Dogs were divided into 4 : 3 mg / kg epidural deracoxib , 1.5 mg / kg epidural deracoxib , 3 @DRUG$ / kg subcutaneous @DRUG$ , and a ( vehicle for deracoxib ) .	Dogs were divided into 4 groups : 3 mg / kg epidural deracoxib , 1.5 mg / kg epidural deracoxib , 3 @DRUG$ / kg subcutaneous @DRUG$ , and a placebo ( vehicle for deracoxib ) ."The	0
0	Subjects with a sitting diastolic blood pressure (DBP) > or = 95 mmHg were randomized to monotherapy with placebo, moexipiril 7.5 mg o.d., @DRUG$ 15 mg o.d. or @DRUG$ 25 mg o.d. for 8 weeks.	field of study with a sitting diastolic blood force ( DBP ) > or = ninety five mmHg were randomized to monotherapy with placebo , moexipiril 7.5 mg o.d. , @DRUG$ fifteen mg o.d. or @DRUG$ 25 mg o.d. for 8 weeks .	mg with a > diastolic blood pressure ) DBP moexipiril sitting or = 95 mmHg were randomized to monotherapy with placebo , ( 7.5 mg o.d. , @DRUG$ 15 Subjects o.d. or @DRUG$ 25 mg o.d. for 8 weeks .	Subjects with a sitting blood ( ) > = 95 were randomized to monotherapy with placebo , moexipiril 7.5 mg o.d. , @DRUG$ 15 mg o.d. or @DRUG$ 25 mg o.d. for 8 weeks .	Subjects with a sitting diastolic blood pressure ( DBP ) > or = 95 mmHg were randomized to monotherapy with placebo , moexipiril 7.5 mg o.d. , @DRUG$ 15 mg o.d. or @DRUG$ 25 mg o.	0
0	In this overview, we discuss the discovery and development of @DRUG$ (TPM) @DRUG$ an anticonvulsant, including notable aspects of its chemical, biologic, and pharmacokinetic properties.	inch this overview , we discuss the discovery and development of @DRUG$ ( TPM ) @DRUG$ an anticonvulsant , including famed aspects of its chemical , biological , and pharmacokinetic properties .	an overview this , we discuss the discovery and development of @DRUG$ ( TPM ) @DRUG$ In anticonvulsant biologic including notable aspects of its chemical , , , and pharmacokinetic properties .	In this overview , we discuss the discovery and development of @DRUG$ TPM ) @DRUG$ an anticonvulsant , including notable aspects of its , biologic , and pharmacokinetic properties .	@DRUG$ is an anticonvulsant that was discovered and developed, including notable aspects of its chemical, biologic, and pharmacokinetic properties.	1
0	@DRUG$ in a dose of 80 mg NaNO2/kg b.w. increased the permeability of gastric mucosa for D-xylose and raised the uptake of @DRUG$ by the small intestine mucosa.	@DRUG$ in a dose of eighty milligram NaNO2 / kg b.w. increased the permeability of gastric mucosa for D-xylose and raised the uptake of @DRUG$ by the belittled intestine mucosa .	@DRUG$ in a 80 of dose mg and / kg b.w. increased the permeability of gastric mucosa for D-xylose by raised the uptake of @DRUG$ NaNO2 the small intestine mucosa .	@DRUG$ a dose of 80 mg NaNO2 / kg b.w. increased permeability of gastric mucosa for D-xylose and raised the uptake of @DRUG$ by the small intestine mucosa .	@DRUG$ increases the permeability of gastric mucosa for D-xylose, and raises the uptake of @DRUG$ by the small intestine mucosa.	0
0	Among the rivaroxaban-treated participants, anti-factor Xa activity was reduced by 92% among those who received an andexanet bolus (27 participants), as compared with 18% among those who received placebo (14 participants) (P<0.001), and unbound rivaroxaban concentration was reduced by 23.4 ng per milliliter versus 4.2 @DRUG$ per milliliter (@DRUG$<0.001); thrombin generation was fully restored in 96% versus 7% of the participants (P<0.001).	Among the rivaroxaban-treated player , anti-factor Xa action was thin out by 92 % among those who received an andexanet bolus ( 27 player ) , as compared with eighteen % among those who received placebo ( xiv player ) ( P< 0.001 ) , and unbound rivaroxaban concentration was thin out by 23.4 ng per milliliter versus 4.2 @DRUG$ per milliliter ( @DRUG$ < 0.001 ) ; thrombin coevals was to the full restored in 96 % versus vii % of the player ( P<0.001 ) .	) the rivaroxaban-treated % , anti-factor Xa activity was reduced by 92 % among those who received an andexanet bolus , 27 participants ) 4.2 as compared with 18 % among those 0.001 received < the 14 participants ) ( P< 0.001 ) ( and unbound rivaroxaban concentration was of by 23.4 ng per milliliter versus , @DRUG$ per milliliter ( @DRUG$ placebo who Among ; thrombin generation was fully restored in 96 % versus 7 participants reduced ( participants ( P<0.001 ) .	Among the rivaroxaban-treated participants , anti-factor Xa activity was reduced by 92 % among those who received andexanet bolus ( 27 participants ) , as with 18 % those who received placebo ( 14 participants ) ( P< 0.001 ) , unbound rivaroxaban reduced by 23.4 per milliliter versus 4.2 @DRUG$ per milliliter ( @DRUG$ < 0.001 ) ; thrombin generation was fully restored in 96 % versus 7 % of the participants ( P<0.001 ) .	Among the rivaroxaban-treated participants , anti-factor Xa activity was reduced by 92 % among those who received an andexanet bolus ( 27 participants ) , as compared with 18 % among those who received placebo ( 14 participants ) ( P< 0.001 ) ,	1
0	In short-term evaluations (eight to ten days after therapy), 0.4% terconazole cream was as effective @DRUG$ 2.0% miconazole @DRUG$ cream and significantly superior microbiologically in one study.	in short - term evaluations ( eight to ten days after therapy ) , 0.4 % terconazole cream was as effective @DRUG$ 2.0 % miconazole @DRUG$ cream and significantly higher up microbiologically in one hit the books .	In short - term evaluations ( eight to ten days after therapy ) , miconazole % terconazole study was as effective @DRUG$ 2.0 % 0.4 @DRUG$ cream one significantly superior microbiologically in and cream .	In short - term evaluations ( eight to ten days after therapy ) , 0.4 terconazole cream was as effective @DRUG$ 2.0 % miconazole @DRUG$ cream and significantly superior microbiologically in one study .	In short - term evaluations ( eight to ten days after therapy ) , 0.4 % terconazole cream was as effective as 2.0 % miconazole cream and significantly superior microbiologically in one study .	1
0	Patients were randomly assigned, in a two-by-two factorial design, to receive one of the following four daily treatments: 0.8 mg of folic acid, 0.4 mg of @DRUG$, and 40 mg of vitamin B6; 0.8 mg of folic acid and 0.4 @DRUG$ of vitamin B12; 40 mg of vitamin B6; or placebo.	affected role were randomly assigned , in a ii -by- ii factorial design , to obtain one of the comply quartet daily treatments : 0.8 mg of folic acid , 0.4 mg of @DRUG$ , and forty mg of vitamin B6 ; 0.8 mg of folic acid and 0.4 @DRUG$ of vitamin B12 ; forty mg of vitamin B6 ; or placebo .	Patients were randomly assigned , in a two -by- vitamin of design , to receive one of the following four daily treatments : 0.8 mg of folic acid , 0.4 mg of @DRUG$ , acid 40 mg of placebo B6 ; 0.8 mg factorial and folic and 0.4 @DRUG$ of vitamin B12 ; 40 mg of two B6 ; or vitamin .	Patients were randomly assigned , in a -by- two factorial design , to receive one of the following four daily treatments : 0.8 mg of folic acid 0.4 mg of @DRUG$ , 40 mg of vitamin B6 ; 0.8 mg of folic acid and 0.4 @DRUG$ vitamin B12 ; 40 mg of B6 ; or placebo	Patients were randomly assigned to receive one of the following four daily treatments: 0.8 mg of folic acid, 0.4 mg of @DRUG$, and 40 mg of vitamin B6; 0.8 mg of folic acid and 0.4 mg of @DRUG$ of vitamin	0
0	Using Jurkat cells @DRUG$ a model system for apoptosis, we now show @DRUG$ to bind to apoptotic cells.	Using Jurkat cell @DRUG$ a model system for apoptosis , we now show @DRUG$ to stick to apoptotic cell .	Using Jurkat cells @DRUG$ to model system apoptosis for , we now show @DRUG$ to bind a apoptotic cells .	Using Jurkat @DRUG$ a model system for apoptosis , we now show @DRUG$ bind to cells .	@DRUG$ binds to apoptotic cells, and @DRUG$ binds to apoptotic cells as well.	0
0	The @DRUG$/sulfur cleansers serve @DRUG$ adjunctive therapy by providing additive effects to other topical and oral therapies for rosacea with favorable tolerability and cosmetic appeal.	The @DRUG$ / sulfur cleansers serve @DRUG$ adjunctive therapy by providing additive effects to other topical and oral therapy for rosacea with favorable tolerability and ornamental appeal .	The @DRUG$ / sulfur cleansers serve @DRUG$ adjunctive therapy by providing additive effects to other topical therapies with and for rosacea oral favorable tolerability and cosmetic appeal .	The @DRUG$ / sulfur cleansers serve @DRUG$ adjunctive therapy by providing additive effects to other topical and oral therapies for rosacea with tolerability and cosmetic appeal .	@DRUG$ and @DRUG$ work together to provide better results than either one can achieve on its own.	0
1	@DRUG$ is an addition to the class of nonsedating antihistamines which includes terfenadine, @DRUG$, and acrivastine.	@DRUG$ is an addition to the class of nonsedating antihistamines which includes terfenadine , @DRUG$ , and acrivastine .	@DRUG$ acrivastine an addition to the class of nonsedating antihistamines which includes terfenadine , @DRUG$ , and is .	@DRUG$ is an addition to the class of nonsedating antihistamines which includes terfenadine , @DRUG$ , and acrivastine .	@DRUG$ is a type of drug that belongs to the class of nonsedating antihistamines, which also includes terfenadine, @DRUG$, and acrivastine.	0
0	The combination is as well tolerated as @DRUG$ monotherapy and is at least @DRUG$ well tolerated as verapamil SR monotherapy.	The combination is as well tolerated as @DRUG$ monotherapy and is at least @DRUG$ well tolerated as isoptin steradian monotherapy .	The combination is as well tolerated as @DRUG$ monotherapy is and at least @DRUG$ well tolerated monotherapy verapamil SR as .	The combination is well tolerated as @DRUG$ monotherapy and is at least @DRUG$ well tolerated as verapamil SR monotherapy .	The combination is as well tolerated as @DRUG$ monotherapy and is at least as well tolerated as verapamil SR monotherapy .	1
0	METHODS: Eighteen healthy volunteers received on separate days a single dose of 5, 10 and 15 mg @DRUG$, 10 @DRUG$ cetirizine, 6 mg dexchlorpheniramine and placebo.	METHODS : Eighteen hefty volunteers received on separate twenty four hours a single vd of 5 , 10 and 15 mg @DRUG$ , 10 @DRUG$ cetirizine , 6 mg dexchlorpheniramine and placebo .	METHODS : and healthy volunteers received on separate days a single dose of 5 , mg 15 and mg @DRUG$ , 10 @DRUG$ cetirizine , 6 10 dexchlorpheniramine Eighteen placebo .	METHODS : Eighteen healthy volunteers received on separate days a single of 5 , and 15 mg @DRUG$ , 10 @DRUG$ cetirizine , 6 mg dexchlorpheniramine placebo .	Eighteen healthy volunteers received on separate days a single dose of 5, 10 and 15 mg @DRUG$, 10 mg @DRUG$ cetirizine, 6 mg dexchlorpheniramine and placebo.	0
0	Comparison of dihydrotachysterol and 5,6-trans @DRUG$ on intestinal @DRUG$ absorption in patients with chronic renal failure.	Comparison of dihydrotachysterol and 5,6- trans @DRUG$ on intestinal @DRUG$ absorption in patients with continuing renal failure .	Comparison of dihydrotachysterol and 5,6- trans @DRUG$ on in @DRUG$ absorption intestinal patients with chronic renal failure .	Comparison of 5,6- trans @DRUG$ on intestinal @DRUG$ absorption in patients chronic renal failure .	The absorption of @DRUG$ is increased when it is taken together with @DRUG$.	0
0	ATI-7505 increased colonic transit (GC24, P = 0.031) with fastest transit at 10 mg t.i.@DRUG$. vs placebo (@DRUG$ = 0.065).	ATI - 7505 increased colonic irrigation transit ( GC24 , P = 0.031 ) with fastest transit at 10 atomic number  t.i.@DRUG$ . vs placebo ( @DRUG$ = 0.065 ) .	ATI vs 7505 increased colonic transit ( GC24 , P = 0.031 mg with fastest transit at 10 ) t.i.@DRUG$ . - placebo ( @DRUG$ = 0.065 ) .	ATI - 7505 increased colonic transit , P = 0.031 ) with fastest transit at 10 mg vs placebo ( @DRUG$ = 0.065 ) .	ATI - 7505 increased colonic transit ( GC24 , P = 0.031 ) with fastest transit at 10 mg t.i.@DRUG$ . vs placebo ( @DRUG$ = 0.065 ) ."This means that when DRUGA was administered, there was	0
0	The lower limit of quantification was 20 ng/ml for prednisolone (C.V. = 14.7%, n = 6) and 5.0 ng/ml for @DRUG$ acetate (C.V. = 13.9%, n = 6) and @DRUG$ (C.V. = 11.7%, n = 6).	The low toned fix of quantification was twenty ng / ml for prednisolone ( C.V. = 14.7 % , newton = half a dozen ) and 5.0 ng / ml for @DRUG$ acetate ( C.V. = 13.9 % , newton = half a dozen ) and @DRUG$ ( C.V. = 11.7 % , newton = half a dozen ) .	C.V. lower limit of quantification was 20 ng / ml n prednisolone ( = C.V. 14.7 % , n = 6 ) and ) ng / ml for @DRUG$ acetate ( 6 = 13.9 % , n = 6 5.0 and @DRUG$ ( The = 11.7 % , for = C.V. ) .	The lower limit of quantification was 20 ng / ml for prednisolone ( C.V. = 14.7 % , n = 6 ) and 5.0 ng / ml for @DRUG$ acetate ( C.V. = 13.9 % n = 6 ) and @DRUG$ ( C.V. = 11.7 % , n = 6 ) .	The lower limit of quantification was 20 ng / ml for prednisolone ( C.V. = 14.7 % , n = 6 ) and 5.0 ng / ml for @DRUG$ acetate ( C.V. = 13.9 % , n = 6 ) and	1
0	@DRUG$ nitrate, a new @DRUG$ derivative, was formulated at 1% concentration in a cream vehicle and compared with 2% miconazole nitrate cream in the treatment of tinea versicolor in a double-blind, multicenter, randomized, parallel clinical trial.	@DRUG$ nitrate , a new @DRUG$ derivative , was develop at 1 % concentration in a drub vehicle and compared with 2 % monistat nitrate drub in the discourse of tinea versicolor in a double - blind , multicenter , randomized , parallel clinical trial .	@DRUG$ nitrate , a new @DRUG$ derivative , was with at 1 % concentration in a cream vehicle and compared formulated 2 % multicenter nitrate cream a the treatment of tinea versicolor in miconazole double - blind , in , randomized , parallel clinical trial .	@DRUG$ nitrate , a new @DRUG$ derivative , was formulated at 1 % concentration a cream vehicle and compared with 2 % miconazole nitrate cream in the treatment of tinea in double - blind , multicenter , randomized parallel clinical trial .	@DRUG$ is a new derivative of @DRUG$ that was formulated at 1% concentration in a cream vehicle and compared with 2% miconazole nitrate cream in the treatment of tinea versicolor in a double-blind, multicenter, randomized, parallel clinical trial.	0
0	Participants were partially randomly assigned to the order of testing for nine 5-d interventions of additional potassium as follows: 0 (control; repeated at phases 1 and 5), 20, 40, and 60 mEq @DRUG$/d consumed as a potassium gluconate supplement or as unfried @DRUG$ or 40 mEq K from French fries completed at phase 9.	player were partially haphazardly assigned to the regularize of testing for club 5 - d interventions of additional potassium as follows : 0 ( control ; repeated at phases 1 and 5 ) , 20 , 40 , and 60 mEq @DRUG$ / d consumed as a potassium gluconate addendum or as unfried @DRUG$ or 40 mEq K from French fries completed at form 9 .	Participants of ( randomly assigned to the order were partially for nine interventions - d 5 of additional potassium as follows : 0 testing control ; repeated at phases 1 and 5 ) , completed , 40 , and supplement mEq @DRUG$ / d consumed as a potassium gluconate 60 or as unfried @DRUG$ or 40 mEq K from French fries 20 at phase 9 .	Participants partially randomly assigned to the of testing for nine 5 - d interventions of additional potassium as follows : 0 ( control ; repeated at phases and 5 ) , 20 , 40 , and 60 mEq @DRUG$ / d consumed as a gluconate supplement or as unfried @DRUG$ or 40 mEq K from fries completed at phase 9	Some participants were randomly assigned to test different levels of potassium supplementation (0, 20, 40, or 60 milliequivalents per day) as either potassium gluconate supplements or unfried potatoes. Another group of participants ate French fries containing 40 milliequivalents of potassium.	1
1	@DRUG$ has a low oral bioavailability (14%) and all the newer triptans have an improved oral bioavailability and for one, @DRUG$, the rate of absorption is faster.	@DRUG$ has a low oral examination bioavailability ( 14 % ) and all the newer triptans have an improved oral examination bioavailability and for one , @DRUG$ , the value of preoccupation is faster .	@DRUG$ has a low oral bioavailability ( 14 % and and one the newer triptans , an improved oral bioavailability ) for all , @DRUG$ have the rate of absorption is faster .	@DRUG$ has a low oral bioavailability ( 14 % ) and the newer triptans have an improved oral bioavailability and for one , @DRUG$ , the rate of absorption is faster .	@DRUG$ has a low oral bioavailability ( 14 % ) and all the newer triptans have an improved oral bioavailability .	1
0	Twelve neutral free amino acids, i.e. serine, threonine, glutamine, asparagine, @DRUG$, proline, methionine, tyrosine, valine, leucine, isoleucine and @DRUG$, were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	Twelve indifferent release amino acids , i.e. serine , threonine , glutamine , asparagine , @DRUG$ , proline , methionine , tyrosine , valine , leucine , isoleucine and @DRUG$ , were surveyed for the comportment of D-enantiomers in plasma samples from patient with renal diseases and from convention subjects .	Twelve neutral normal amino acids diseases i.e. serine , , , glutamine , asparagine , @DRUG$ , proline , methionine , tyrosine , valine , for , isoleucine , @DRUG$ and were surveyed leucine the presence of D-enantiomers in plasma samples from patients with renal threonine and from free subjects .	Twelve neutral free amino acids i.e. serine , , glutamine @DRUG$ , proline , methionine , tyrosine , , leucine , isoleucine and @DRUG$ , were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	Twelve neutral free amino acids were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects. @DRUG$ and @DRUG$ were two of the twelve amino acids surveyed.	0
0	After @DRUG$-treatment, fibrinogen decreased (genistein = 3.18 +/- 0.12 g/L; placebo = 3.83 +/- 0.04 g/@DRUG$; P < 0.001) with respect to placebo.	After @DRUG$ - intervention , fibrinogen fall ( genistein = 3.18 +/- 0.12 g/L ; placebo = 3.83 +/- 0.04 g/@DRUG$ ; P < 0.001 ) with obedience to placebo .	After with - treatment , fibrinogen decreased ( genistein 0.001 3.18 +/- 0.12 g/L ; placebo = 3.83 +/- 0.04 respect ; P < = ) @DRUG$ g/@DRUG$ to placebo .	After @DRUG$ - treatment , fibrinogen decreased genistein = 3.18 +/- g/L placebo = 3.83 +/- 0.04 g/@DRUG$ ; P < with respect to placebo .	After @DRUG$ - treatment , fibrinogen decreased ( genistein = 3.18 +/- 0.12 g/L ; placebo = 3.83 +/- 0.04 g/@DRUG$ ; P < 0.001 ) with respect to placebo ."In other words,	0
0	@DRUG$ [3-O-(3',3'-dimethylsuccinyl)@DRUG$] is the first in a new class of anti-human immunodeficiency virus (HIV) drugs that inhibit viral maturation by specifically blocking cleavage of the Gag capsid (CA) precursor, CA-SP1, to mature CA protein, resulting in defective core condensation and release of immature noninfectious virions.	@DRUG$ [ 3 - O -( 3' ,3 ' - dimethylsuccinyl ) @DRUG$ ] is the get go in a new sort out of anti-human immunodeficiency virus ( hiv ) drugs that stamp down viral ontogeny by specifically blocking cleavage of the Gag capsid ( CA ) herald , CA - SP1 , to mature CA protein , resulting in defective core condensation and release of immature noninfectious virions .	@DRUG$ by 3 - immature -( 3' ,3 ' - dimethylsuccinyl ) @DRUG$ ] specifically the first in a new class of anti-human , virus ( HIV ) drugs that inhibit viral maturation [ is capsid cleavage of the Gag blocking ( CA ) precursor , CA - SP1 immunodeficiency to mature CA protein , of in defective core condensation and release resulting O noninfectious virions .	@DRUG$ [ 3 - O 3' ,3 - dimethylsuccinyl ) @DRUG$ ] is the first in a new of anti-human immunodeficiency virus ( HIV ) drugs that inhibit maturation by specifically blocking cleavage of the Gag capsid ( CA , - SP1 , to mature CA protein , resulting in defective core condensation and release of immature noninfectious virions .	@DRUG$ is a drug that inhibits the maturation of HIV by blocking the cleavage of the Gag capsid precursor, CA-SP1. This results in defective core condensation and the release of immature, noninfectious virions.	1
0	Effects of @DRUG$ (SR57667B) and @DRUG$ on adult brain neurogenesis.	Effects of @DRUG$ ( SR57667B ) and @DRUG$ on grownup brain neurogenesis .	of Effects @DRUG$ ( SR57667B ) and @DRUG$ on adult brain neurogenesis .	Effects of @DRUG$ ( SR57667B ) and @DRUG$ on brain .	The effects of @DRUG$ on adult brain neurogenesis.	1
0	Previous studies in humans, however, suggest that rat assays underestimate the potency of free @DRUG$ relative to the acetate ester form and of RRR-alpha-@DRUG$ relative to all-rac-alpha-tocopheryl acetate.	Previous studies in man , however , evoke that rat attempt underestimate the potency of free @DRUG$ relative to the acetate ester form and of RRR - alpha - @DRUG$ relative to all- rac- alpha-tocopheryl acetate .	Previous studies in humans , relative , suggest acetate rat assays underestimate the potency of free @DRUG$ relative - the that ester form and of RRR - alpha to @DRUG$ however to all- rac- alpha-tocopheryl acetate .	Previous studies humans , however , suggest that rat assays underestimate the potency of free @DRUG$ relative to the acetate ester form and of RRR - @DRUG$ relative to all- rac- alpha-tocopheryl .	Studies in humans suggest that the rat assays underestimate the potency of free @DRUG$ relative to the acetate ester form and of RRR-alpha-@DRUG$ relative to all-rac-alpha-tocopheryl acetate.	0
1	Based on studies conducted to date in hypertensive patients without serious comorbidities, @DRUG$ appears to be characterized by a superior ability to control 24-hour systolic blood pressure (BP) relative to other widely used ARBs including valsartan, olmesartan, and candesartan, and presumably others as well (eg, @DRUG$).	free base on studies conducted to date in hypertensive patient without serious comorbidities , @DRUG$ appears to be characterized by a superior ability to control 24 - hr systolic blood pressure ( BP ) relative to other wide used ARBs include valsartan , olmesartan , and candesartan , and presumably others as well ( eg , @DRUG$ ) .	and on studies conducted to to other hypertensive patients without a comorbidities , @DRUG$ appears date be characterized by serious superior ability to control widely - hour systolic blood pressure ( BP ) relative to in 24 used ARBs including valsartan , olmesartan , Based candesartan , and presumably others as well ( eg , @DRUG$ ) .	Based on studies conducted to date in patients without serious comorbidities , @DRUG$ appears to be characterized by a superior ability to control 24 - hour systolic blood pressure ( BP ) relative to other widely used ARBs including valsartan , olmesartan , and candesartan , others as well ( eg , @DRUG$ ) .	@DRUG$ is better at controlling blood pressure than other ARBs (eg, @DRUG$).	0
1	The @DRUG$-@DRUG$ combination produced a significant decrease in the time to the onset of sedation and increase in the sedative effect and duration of action compared with romifidine alone.	The @DRUG$ - @DRUG$ combination produced a significant diminution in the time to the onset of sedation and gain in the sedative result and duration of action compared with romifidine alone .	The @DRUG$ - @DRUG$ to the a of decrease in the time combination the onset significant sedation and increase in produced sedative effect and duration of action compared with romifidine alone .	The @DRUG$ - @DRUG$ combination produced a significant decrease in the time to the onset sedation and increase in sedative and duration of action with romifidine alone .	The combination of @DRUG$ and @DRUG$ produces a greater sedative effect than either drug alone.	0
0	A method for the simultaneous determination of prednisolone, @DRUG$ acetate and hydrocortisone has been established to @DRUG$ the serum levels of these three compounds in healthy volunteers following intramuscular administration of prednisolone acetate.	a method for the simultaneous determination of prednisolone , @DRUG$ acetate and hydrocortisone has been established to @DRUG$ the serum levels of these  compounds in healthy tennessean following intramuscular administration of prednisolone acetate .	A method for the simultaneous determination of prednisolone , @DRUG$ acetate and hydrocortisone acetate been established to @DRUG$ the serum levels these of volunteers compounds in healthy three following intramuscular administration of prednisolone has .	A method for the simultaneous determination of prednisolone , @DRUG$ acetate and hydrocortisone has been established to @DRUG$ the serum levels of these three compounds in volunteers following intramuscular administration of prednisolone acetate .	The method described can be used to determine the levels of prednisolone, @DRUG$ acetate, and hydrocortisone in serum following administration of prednisolone acetate.	1
1	@DRUG$ (Xeloda) was developed as a pro-drug of @DRUG$ (FU), with the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to the active drug.	@DRUG$ ( Xeloda ) was developed as a pro-drug of @DRUG$ ( FU ) , with the aim of ameliorate tolerability and intratumor do drugs assiduity through its tumorspecific conversion to the active do drugs .	@DRUG$ ( Xeloda of was developed as a pro-drug the @DRUG$ ( FU ) , ) the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to with active drug .	@DRUG$ Xeloda ) was developed as a pro-drug of @DRUG$ ( FU ) with the aim improving tolerability and intratumor drug concentrations through its tumorspecific conversion to active drug .	@DRUG$ is a pro-drug of @DRUG$, meaning that it is converted into the active drug DRUGB inside the tumor. This is done in order to improve tolerability and intratumor drug concentrations.	0
0	ASE, at 0.1 mg/kg, increased @DRUG$, but not @DRUG$, efflux in the mPFC and HIP.	ASE , at 0.1 magnesium / kg , increased @DRUG$ , but not @DRUG$ , efflux in the mPFC and hip to .	ASE , at HIP , / kg , increased @DRUG$ mg but not @DRUG$ , efflux in the mPFC and 0.1 .	ASE , at 0.1 mg / kg , increased @DRUG$ , but not @DRUG$ , efflux in the mPFC and HIP .	ASE increased @DRUG$ efflux in the mPFC and HIP.	1
0	METHODS: R. palmatum @DRUG$. and @DRUG$. officinale Baill.	method acting : R. palmatum @DRUG$ . and @DRUG$ . officinale Baill .	METHODS : R. . @DRUG$ palmatum and @DRUG$ . officinale Baill .	METHODS : R. palmatum @DRUG$ . and @DRUG$ . officinale Baill .	R. palmatum is a source of @DRUG$ and @DRUG$ is a source of Baill.	0
0	The indole acetic acid and ethyl alcohol derivatives were the major metabolites formed by hepatocytes, whereas only the @DRUG$ @DRUG$ derivative was produced by microsomes.	The indole acetic pane and ethyl group alcohol derivatives were the major metabolites formed by hepatocytes , whereas only the @DRUG$ @DRUG$ derivative was produced by microsomes .	The indole acetic acid and ethyl alcohol derivatives were the major metabolites formed by hepatocytes the by only , @DRUG$ @DRUG$ derivative was produced whereas microsomes .	The indole acetic acid and ethyl alcohol derivatives were the major metabolites formed by hepatocytes , only the @DRUG$ @DRUG$ derivative was produced by microsomes .	The indole acetic acid and ethyl alcohol derivatives were the major metabolites formed by hepatocytes , whereas only the @DRUG$ @DRUG$ derivative was produced by microsomes ."DRUGA is the parent compound, while DRUGB is the metabolite.	0
1	Midazolam is relatively free of side effects when used alone and offers several advantages over traditional pharmacological agents such as chloral hydrate and the combination of meperidine, @DRUG$, and @DRUG$.	Midazolam is relatively free of side effects when used alone and declare oneself several advantages over traditional pharmacologic federal agent such as chloral hydrate and the combination of meperidine , @DRUG$ , and @DRUG$ .	Midazolam is relatively free of the effects when used alone and offers several advantages over traditional and agents such as and hydrate chloral side combination of meperidine , @DRUG$ , pharmacological @DRUG$ .	Midazolam relatively of side effects used alone and offers several advantages over traditional pharmacological agents such as chloral hydrate and the combination of meperidine , @DRUG$ , @DRUG$ .	Midazolam is relatively free of side effects when used alone and offers several advantages over traditional pharmacological agents such as chloral hydrate and the combination of meperidine and barbiturates.	1
0	The nicotinamide/nicotinic acid biotransformation pathway contributes to the accumulation of nicorandil and 2-nicotinamidoethanol (denitrated metabolite) during repeated dosing because of the saturable merging of @DRUG$/nicotinic acid derivatives (from the @DRUG$ metabolism) into the NAD/NADP endogenous pool of coenzymes.	The nicotinamide / nicotinic acid biotransformation pathway contributes to the accumulation of nicorandil and 2 - nicotinamidoethanol ( denitrated metabolite ) during repeated dose because of the saturable unify of @DRUG$ / nicotinic acid derivatives ( from the @DRUG$ metabolism ) into the NAD / nicotinamide adenine dinucleotide phosphate endogenous puddle of coenzyme .	The contributes / nicotinic acid biotransformation pathway nicotinamide to from accumulation of nicorandil and 2 - nicotinamidoethanol ( denitrated metabolite ) during repeated dosing because of merging saturable the of @DRUG$ the nicotinic acid derivatives ( / the @DRUG$ metabolism ) NADP the NAD / into endogenous pool of coenzymes .	The nicotinamide / nicotinic acid biotransformation pathway contributes to the accumulation of nicorandil and 2 nicotinamidoethanol ( denitrated metabolite during repeated dosing because of the of @DRUG$ / nicotinic acid derivatives ( from the @DRUG$ metabolism ) into the NAD / NADP endogenous pool of coenzymes .	The nicotinamide / nicotinic acid biotransformation pathway contributes to the accumulation of nicorandil and 2 - nicotinamidoethanol ( denitrated metabolite ) during repeated dosing because of the saturable merging of @DRUG$ / nicotinic acid derivatives (	1
0	One unit of insulin glulisine has the same @DRUG$-lowering effect as one unit of regular @DRUG$.	One unit of insulin glulisine has the same @DRUG$ - lowering effect as peerless unit of regular @DRUG$ .	One unit of insulin glulisine has the same @DRUG$ - lowering effect one as unit of regular @DRUG$ .	One unit of insulin glulisine has the same @DRUG$ - lowering effect as one unit regular @DRUG$ .	One unit of insulin glulisine has the same blood sugar-lowering effect as one unit of regular insulin.	1
0	Eleven days after inoculation, when more than 20% of pigs were coughing, pigs were allotted to 3 or 4 groups (n = 8 pigs each) and were given regimens of no medication or 60 mg, 120 mg, or 180 @DRUG$ of @DRUG$/L of drinking water for 10 days.	Eleven days after vaccination , when more than 20 % of pigs were coughing , pigs were allotted to  or foursome groups ( n = 8 pigs each ) and were given regimens of no medication or 60 milligram , cxx milligram , or 180 @DRUG$ of @DRUG$ / L of drinking water for 10 days .	Eleven days after inoculation , when more than 20 % of pigs were coughing , ( were allotted to 3 or / ) pigs n = 8 , each groups and or given regimens of no medication or 60 mg pigs 120 mg , were 180 @DRUG$ of @DRUG$ 4 L of drinking water for 10 days .	Eleven days after inoculation , when more 20 % of pigs were coughing , pigs were allotted to 3 or 4 groups ( n = 8 each ) were given regimens no medication or mg , 120 mg , or 180 @DRUG$ of @DRUG$ / L of drinking water for 10 days .	Eleven days after inoculation, when more than 20% of pigs were coughing, pigs were allotted to 3 or 4 groups (n = 8 pigs each) and were given regimens of no medication or 60 mg, 120 mg, or 180 @DRUG$ of @DRUG$/L of drinking	0
0	During these pregnancies the mother took @DRUG$ (Tridione), @DRUG$ well as other anticonvulsants.	During these pregnancies the mother took @DRUG$ ( Tridione ) , @DRUG$ intimately as other anticonvulsants .	During these pregnancies the took mother @DRUG$ ( Tridione ) , @DRUG$ well as other anticonvulsants .	During these pregnancies the mother took @DRUG$ ( ) , @DRUG$ well as other anticonvulsants .	The mother took @DRUG$ ( Tridione ) and @DRUG$ during these pregnancies.	0
0	In summary, the distinct clinical outcomes of @DRUG$, zolpidem, zopiclone and eszopiclone may be explained by each drug's unique @DRUG$(A) receptor subunit selectivity and pharmacokinetic profile.	In summary , the distinct clinical outcomes of @DRUG$ , zolpidem , zopiclone and eszopiclone may be explained by each drug 's unequalled @DRUG$ ( amp ) receptor fractional monetary unit selectivity and pharmacokinetic profile .	In summary , the distinct clinical outcomes of @DRUG$ ) zolpidem , by and eszopiclone may be explained and each drug 's unique @DRUG$ ( A , receptor subunit selectivity zopiclone pharmacokinetic profile .	In summary , distinct clinical outcomes of @DRUG$ zolpidem zopiclone and eszopiclone may be explained by 's unique @DRUG$ ( A ) receptor subunit selectivity and profile .	The different clinical outcomes of @DRUG$, zolpidem, zopiclone, and eszopiclone may be explained by the unique @DRUG$ (A) receptor subunit selectivity and pharmacokinetic profile of each drug.	0
0	Maximal therapeutic response in this model was achieved at 30 mg/kg/@DRUG$ of ARN-509, whereas the @DRUG$ response required 100 mg/kg/d of MDV3100 and higher steady-state plasma concentrations.	Maximal therapeutic response in this pattern was achieved at 30 mg / kilo / @DRUG$ of ARN - 509 , whereas the @DRUG$ response required 100 mg / kg/d of MDV3100 and higher truelove -state plasma concentrations .	Maximal therapeutic response in this model higher achieved at the mg / kg / @DRUG$ of of - 509 , whereas 30 @DRUG$ response required 100 mg / kg/d ARN MDV3100 and was steady -state plasma concentrations .	Maximal response in this model achieved at 30 mg / kg / @DRUG$ ARN - 509 , whereas the @DRUG$ response required mg / kg/d of MDV3100 and higher steady -state plasma concentrations .	The maximal therapeutic response in this model was achieved at 30 mg / kg / @DRUG$ of ARN - 509 , whereas the @DRUG$ response required 100 mg / kg/d of MDV3100 and higher steady -state plasma concentrations .	0
0	In comparison sumatriptan 100 @DRUG$, @DRUG$ 2.5 mg has a slower onset of action and a lower response rate at 4 h, but it has a lower recurrence rate, and is better tolerated.	In comparison sumatriptan 100 @DRUG$ , @DRUG$ 2.5 mg has a slower onset of action and a small answer rate at 4 h , but it has a small return rate , and is better tolerated .	In comparison sumatriptan 100 @DRUG$ action @DRUG$ 2.5 mg has a slower onset of response and at lower , rate a 4 h , but it has a lower recurrence rate , and is better tolerated .	In comparison sumatriptan @DRUG$ , @DRUG$ 2.5 mg has a slower onset of action and a lower response rate at 4 h , but it has a lower recurrence rate , and better tolerated .	@DRUG$ is better than @DRUG$ in terms of response rate, recurrence rate, and tolerability.	0
0	@DRUG$ is a first-in-class aminomethylcycline antibiotic being evaluated in phase 3 studies @DRUG$ oral and intravenous monotherapy for bacterial infections.	@DRUG$ is a first-in- class aminomethylcycline antibiotic being evaluated in phase 3 studies @DRUG$ unwritten and intravenous monotherapy for bacterial contagion .	@DRUG$ is a first-in- class aminomethylcycline antibiotic being evaluated in phase bacterial studies @DRUG$ for and intravenous monotherapy oral 3 infections .	@DRUG$ is a class aminomethylcycline antibiotic evaluated in phase 3 studies @DRUG$ oral and monotherapy for bacterial infections .	@DRUG$ is a drug that is being evaluated in phase 3 studies for its effectiveness in treating bacterial infections. @DRUG$ is a drug that is already available and is being used to treat bacterial infections.	0
0	@DRUG$ 100 @DRUG$/day is an effective option in adults who require migraine prophylaxis.	@DRUG$ 100 @DRUG$ / day is an effective option in adults who require megrim prophylaxis .	@DRUG$ 100 @DRUG$ / day is an effective option in migraine who require adults prophylaxis .	@DRUG$ 100 @DRUG$ / day is effective option in adults who require migraine prophylaxis .	@DRUG$ 100 @DRUG$ / day is an effective option in adults who require migraine prophylaxis ."DRUGA is 100 times more effective than DRUGB when it comes to preventing migraines.	0
0	Capecitabine (Xeloda) was developed @DRUG$ a pro-drug of @DRUG$ (FU), with the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to the active drug.	Capecitabine ( Xeloda ) was developed @DRUG$ a pro-drug of @DRUG$ ( FU ) , with the shoot for of ameliorate tolerability and intratumor dose concentrations through its tumorspecific conversion to the active dose .	Capecitabine ( Xeloda active was developed @DRUG$ a pro-drug of @DRUG$ ( FU ) aim with the , of improving tolerability and intratumor drug conversion through its tumorspecific concentrations to the ) drug .	Capecitabine ( Xeloda ) was developed @DRUG$ a pro-drug of @DRUG$ ( FU ) , with the of improving tolerability and intratumor drug concentrations through tumorspecific conversion the active drug .	Capecitabine ( Xeloda ) is a pro-drug of @DRUG$ ( FU ) , with the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to the active drug .	1
0	Across dose ranges, @DRUG$ reduced total cholesterol significantly more (p <0.001) than all comparators and triglycerides significantly more (@DRUG$ <0.001) than simvastatin and pravastatin.	crossways dose ranges , @DRUG$ reduced tote up cholesterol significantly more ( p < 0.001 ) than all comparators and triglyceride significantly more ( @DRUG$ < 0.001 ) than simvastatin and pravastatin .	Across significantly than , @DRUG$ reduced total cholesterol significantly more ( p < 0.001 ) ranges all comparators ( triglycerides dose more and @DRUG$ < 0.001 ) than simvastatin and pravastatin .	Across dose ranges , @DRUG$ reduced total cholesterol significantly more ( < 0.001 than comparators and significantly more ( @DRUG$ < 0.001 ) than simvastatin and pravastatin .	@DRUG$ is more effective than all comparators (including simvastatin and pravastatin) in reducing total cholesterol levels, and @DRUG$ is more effective than simvastatin and pravastatin in reducing triglyceride levels.	0
1	@DRUG$ markedly decreased the amplitude pressure of NVC in SCI rats, which was partially inhibited by @DRUG$.	@DRUG$ markedly decreased the amplitude pressure of NVC in SCI rat , which was partially inhibited by @DRUG$ .	@DRUG$ of decreased the amplitude pressure markedly NVC in SCI rats , which was partially inhibited by @DRUG$ .	@DRUG$ markedly decreased the amplitude pressure of NVC in SCI rats , was partially inhibited @DRUG$ .	@DRUG$ makes it harder for rats with spinal cord injuries to produce normal blood pressure, but this effect can be reduced by @DRUG$ .	0
0	The top 15 most frequently positive allergens were nickel sulfate (19.5%), Myroxylon pereirae (11.0%), neomycin (10.1%), fragrance mix I (9.4%), quaternium-15 (8.6%), @DRUG$ chloride (8.4%), bacitracin (7.9%), formaldehyde (7.7%), methyldibromoglutaronitrile/phenoxyethanol (5.5%), p-phenylenediamine (5.3%), propolis (4.9%), carba mix (4.5%), potassium @DRUG$ (4.1%), fragrance mix II (3.6%), and methylchloroisothiazolinone/methylisothiazolinone (3.6%).	The top of the inning 15 most oftentimes positivist allergens were nickel note sulfate ( 19.5 % ) , myroxylon pereirae ( 11.0 % ) , neobiotic ( 10.1 % ) , bouquet mix iodin ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , @DRUG$ chloride ( 8.4 % ) , bacitracin ( 7.9 % ) , methanal ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , p-phenylenediamine ( 5.3 % ) , propolis ( 4.9 % ) , carba mix ( 4.5 % ) , atomic number  @DRUG$ ( 4.1 % ) , bouquet mix two ( 3.6 % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 3.6 % ) .	7.7 top 15 most frequently positive ( were nickel sulfate ( 19.5 % ) , Myroxylon ( ( 11.0 % ) , neomycin ( 10.1 ( ) , , ( I ( 9.4 % ) , quaternium - 15 % 8.6 % ) , @DRUG$ chloride % 8.4 mix ) , methyldibromoglutaronitrile ( 7.9 % ) fragrance phenoxyethanol ( The % ) , bacitracin / formaldehyde ( 5.5 % ) , p-phenylenediamine ( 5.3 % ) , propolis ( 4.9 % ) , carba mix ( 4.5 % ) , potassium @DRUG$ allergens 4.1 % ) , fragrance mix II ) 3.6 % ( , and methylchloroisothiazolinone / methylisothiazolinone pereirae 3.6 % ) .	The top 15 most frequently positive allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I 9.4 % ) , quaternium - 15 ( % ) , @DRUG$ chloride ( 8.4 % ) , bacitracin ( 7.9 % ) formaldehyde ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , p-phenylenediamine ( 5.3 % ) propolis ( 4.9 % ) , carba mix ( % ) , potassium @DRUG$ ( 4.1 % ) , fragrance mix II ( 3.6 % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 3.6 % ) .	The top 15 most frequently positive allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I ( 9.4 % ) , quaternium - 15 ( 8	1
0	Patients randomized to treatment with @DRUG$ were @DRUG$ likely to experience clinical response as patients randomized to treatment with an SSRI according to the MADRS (RR = 1.04, 95% CI: 0.88-1.23, p = 0.533) or the HDRS (RR = 1.06, 95% CI: 0.90-1.24, p = 0.456) for the random effects model.	affected role randomized to treatment with @DRUG$ were @DRUG$ likely to live clinical response as patient role randomized to treatment with an selective serotonin reuptake inhibitor according to the MADRS ( RR = 1.04 , ninety five % CI : 0.88-1.23 , p = 0.533 ) or the HDRS ( RR = 1.06 , ninety five % CI : 0.90 -1.24 , p = 0.456 ) for the random core model .	with randomized to treatment 1.04 @DRUG$ were @DRUG$ likely to experience clinical response RR patients randomized to treatment with an SSRI according to the MADRS ( RR = Patients , 95 % CI 95 ) , p = 0.533 0.88-1.23 or the HDRS ( as = 1.06 , : % CI : for -1.24 , p = 0.456 ) 0.90 the random effects model .	Patients randomized to treatment @DRUG$ @DRUG$ likely to experience clinical response as patients randomized to treatment with an according to the MADRS RR = 1.04 , 95 % CI : 0.88-1.23 , p ) or the HDRS ( RR = 1.06 , 95 % CI : 0.90 -1.24 , p = 0.456 ) for the random effects model .	Patients who took @DRUG$ were just as likely to experience a clinical response as patients who took an SSRI, as judged by the MADRS or HDRS ratings.	1
1	@DRUG$ deficiency did not affect the serum angiotensin II level, but did increase the serum @DRUG$ concentration.	@DRUG$ deficiency did not affect the serum angiotonin II level , but did increase the serum @DRUG$ concentration .	@DRUG$ deficiency did did affect the serum angiotensin II level , but not increase the serum @DRUG$ concentration .	@DRUG$ deficiency did not affect the serum angiotensin II level , but did increase the serum @DRUG$ concentration .	@DRUG$ deficiency increased the serum @DRUG$ concentration.	0
1	We therefore assessed whether @DRUG$ would preserve the anti-ischemic benefits of @DRUG$ while reducing bleeding.	We therefore assessed whether @DRUG$ would preserve the anti-ischemic benefits of @DRUG$ while reducing hemorrhage .	We whether assessed therefore @DRUG$ would preserve the anti-ischemic benefits of @DRUG$ while reducing bleeding .	therefore assessed whether @DRUG$ would preserve the anti-ischemic benefits of @DRUG$ while reducing bleeding	@DRUG$ preserves the anti-ischemic benefits of @DRUG$ while reducing bleeding.	0
0	Its direct precursor pregnenolone is either derived from the circulation or from local de novo synthesis as cytochrome P450scc, which converts @DRUG$ to @DRUG$, is expressed in the nervous system.	Its direct precursor pregnenolone is either derived from the circulation or from topical anaesthetic diamond state novo synthesis as cytochrome P450scc , which converts @DRUG$ to @DRUG$ , is expressed in the nervous organization .	Its direct precursor pregnenolone is either derived from the circulation to from local de novo cytochrome as synthesis P450scc , which converts @DRUG$ or @DRUG$ , is expressed in the nervous system .	Its direct precursor pregnenolone is either derived from circulation or from local de novo as cytochrome P450scc , which converts @DRUG$ to @DRUG$ , expressed in the nervous system .	@DRUG$ is converted to @DRUG$ by the enzyme cytochrome P450scc, which is expressed in the nervous system.	0
0	While cephaloglycin depleted GSH at least as much as did cephaloridine, it produced one-fifth as much GSSG and had little or no effect on @DRUG$ reductase activity or on cortical @DRUG$ or microsomal CDs; cephaloglycin caused a transient small increase of mitochondrial CDs.	patch kafocin depleted GSH at least as much as did cephaloridine , it produced unitary - fifth as much GSSG and had little or no effect on @DRUG$ reductase activity or on cortical @DRUG$ or microsomal CDs ; kafocin caused a transeunt small increase of mitochondrial CDs .	While cephaloglycin depleted GSH at least as CDs as did cephaloridine , it produced one of or as much GSSG and had much or no effect on @DRUG$ reductase activity or on cortical @DRUG$ fifth microsomal little ; cephaloglycin caused a transient small increase - mitochondrial CDs .	While cephaloglycin depleted GSH at least as much as did cephaloridine , it produced one - fifth much GSSG and had little no effect on @DRUG$ reductase activity on cortical @DRUG$ or microsomal CDs ; cephaloglycin caused a transient small increase of CDs .	Cephaloglycin depleted GSH at least as much as did cephaloridine, but it produced one-fifth as much GSSG and had little or no effect on @DRUG$ reductase activity or on cortical @DRUG$ or microsomal CDs; cephalog	0
0	In vitro, the minimum concentration that completely inhibited growth of dermatophytes (MIC) and the minimum fungicidal concentrations (MFC) for butenafine against T. mentagrophytes and M. canis were similar (0.012 to 0.05 mg/L) and were 4 to 130 times lower than those for @DRUG$, tolnaftate, clotrimazole and @DRUG$.	In vitro , the minimal concentration that whole inhibited growth of dermatophytes ( MIC ) and the minimal antifungal concentrations ( MFC ) for butenafine against T. mentagrophytes and M. canis were similar ( 0.012 to 0.05 mg / L ) and were tetrad to one hundred thirty times lower than those for @DRUG$ , tolnaftate , clotrimazole and @DRUG$ .	In mg the and minimum concentration that completely inhibited growth of dermatophytes ( MIC ) and the minimum fungicidal concentrations and MFC ) for butenafine against T. mentagrophytes and M. canis were , ( 0.012 to 0.05 vitro / L ) , were 4 to 130 times lower than those for @DRUG$ , tolnaftate similar clotrimazole ( @DRUG$ .	In vitro , minimum concentration that completely inhibited growth of dermatophytes ( MIC ) and the minimum fungicidal concentrations ( MFC ) for butenafine against T. mentagrophytes and M. were similar ( 0.012 to 0.05 mg / L ) were 4 to 130 times lower those @DRUG$ , tolnaftate , and @DRUG$ .	The minimum concentration that completely inhibited growth of dermatophytes ( MIC ) and the minimum fungicidal concentrations ( MFC ) for butenafine against T. mentagrophytes and M. canis were similar ( 0.012 to 0.05 mg / L ) and were 4 to	1
0	METHODS: Fifteen patients with non-diabetic renal disease whose serum @DRUG$ (Cr) ranged from 1.5 to 3.0 mg/dL were given either @DRUG$ (2.5-5 mg) or placebo once daily for 1 year in a random crossover manner.	METHODS :  patients with non-diabetic nephritic disease whose serum @DRUG$ ( Cr ) ranged from 1.5 to 3.0 mg / deciliter were given either @DRUG$ ( 2.5 - 5 mg ) or placebo once daily for  year in a random crossover manner .	METHODS : Fifteen patients with non-diabetic renal disease whose serum @DRUG$ crossover Cr ) ranged 3.0 in to from mg / dL were given either @DRUG$ ( 2.5 - 5 mg ( or placebo once daily for 1 year 1.5 a random ) manner .	METHODS : Fifteen patients with non-diabetic renal disease whose serum @DRUG$ ( Cr ranged 1.5 to 3.0 mg / dL were given either @DRUG$ ( - 5 mg or placebo once daily for 1 year in a random crossover manner .	Fifteen patients with non-diabetic renal disease were given either @DRUG$ ( 2.5 - 5 mg ) or placebo once daily for 1 year in a random crossover manner .	1
0	Dogs in each of the treatment groups received an NSAID (tepoxalin, 10 mg/kg, PO, q 24 h; carprofen, 2.2 @DRUG$/kg, PO, @DRUG$ 12 h; or meloxicam, 0.2 mg/kg, PO, q 24 h) on days 0 and 1.	wienerwurst in each of the discourse grouping received an NSAID ( tepoxalin , 10 mg / kg , us post office , q 24 h ; carprofen , 2.2 @DRUG$ / kg , us post office , @DRUG$ 12 h ; or meloxicam , 0.2 mg / kg , us post office , q 24 h ) on clarence shepard day jr 0 and 1 .	Dogs in each of the treatment groups ) , kg ( tepoxalin , 10 mg / kg , PO , q 24 12 ; carprofen , 2.2 @DRUG$ / NSAID , PO , @DRUG$ h h ; or meloxicam , 0.2 mg / kg an PO , q 24 h received on days 0 and 1 .	Dogs in each of treatment groups received an NSAID ( tepoxalin , 10 mg / kg , PO , 24 h ; carprofen , 2.2 @DRUG$ / , PO , @DRUG$ 12 h ; or meloxicam mg / kg , PO , q 24 h ) days 0 and 1 .	Dogs in each of the treatment groups received an NSAID ( tepoxalin , 10 mg / kg , PO , q 24 h ; carprofen , 2.2 mg / kg , PO , q 12 h ; or meloxicam , 0.2 mg / kg , PO ,	1
0	Mean baseline concentrations of 3.0 +/- 2.3 and 1.3 +/- 0.9 ng/mL were increased to mean peak concentrations of 17.1 +/- 2.4 (@DRUG$ less than .005) and 20.4 +/- 5.1 @DRUG$/mL (P less than .025), respectively.	miserly baseline concentrations of 3.0 +/- 2.3 and 1.3 +/- 0.9 ng / milliliter were increased to have in mind peak concentrations of 17.1 +/- 2.4 ( @DRUG$ less than .005 ) and 20.4 +/- 5.1 @DRUG$ / milliliter ( p less than .025 ) , respectively .	2.3 baseline .025 and 3.0 +/- Mean of 1.3 +/- 0.9 ng / mL were increased to mean peak concentrations of 17.1 +/- 2.4 ( @DRUG$ less than .005 ) and 20.4 +/- , @DRUG$ / mL ( P less than concentrations ) 5.1 respectively .	Mean concentrations of 3.0 +/- 1.3 +/- 0.9 ng / mL were increased to mean peak concentrations of 17.1 +/- 2.4 ( @DRUG$ less than .005 ) and 20.4 +/- 5.1 @DRUG$ / ( P .025 ) , respectively .	Mean baseline concentrations of 3.0 +/- 2.3 and 1.3 +/- 0.9 ng / mL were increased to mean peak concentrations of 17.1 +/- 2.4 ( @DRUG$ less than .005 ) and 20.4 +/- 5.1 @DRUG$ / mL (	0
0	All prostaglandin-treated groups farrowed earlier than the controls (P<0.05), with Groups @DRUG$ (26.3 h), E (31.0 h) and @DRUG$ (25.8 h) having the shortest treatment-to-first-pig intervals, and Groups A (76.0 h), B (54.4 h) and C (40.0 h) having the longest intervals.	All prostaglandin-treated groups farrowed earlier than the controls ( P< 0.05 ) , with chemical group @DRUG$ ( 26.3 h ) , E ( 31.0 h ) and @DRUG$ ( 25.8 h ) having the poor treatment - to - get go - raven intervals , and chemical group angstrom unit ( 76.0 h ) , group b ( 54.4 h ) and C ( 40.0 h ) having the longest intervals .	All prostaglandin-treated groups earlier Groups than the controls ( P< h ) , with Groups @DRUG$ ( 26.3 h ) , E ( 31.0 0.05 ) and @DRUG$ ( 25.8 ( ) ) the shortest treatment - to - first - pig intervals , ) farrowed A ( 76.0 h ) , B h 54.4 h having and C ( 40.0 h and having the longest intervals .	All prostaglandin-treated groups farrowed earlier than the controls ( P< 0.05 ) , with Groups @DRUG$ ( 26.3 h ) , E ( 31.0 h ) and @DRUG$ ( 25.8 having the shortest treatment - - first - pig , and Groups A ( 76.0 h ) , B ( 54.4 ) and C ( 40.0 h having the longest intervals .	Groups @DRUG$ ( 26.3 h ) , E ( 31.0 h ) and @DRUG$ ( 25.8 h ) had the shortest treatment - to - first - pig intervals , and Groups A ( 76.0 h ) , B ( 54.4 h ) and C	0
1	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole, (apparent Ki = 1.6 mumol.l-1), @DRUG$ (apparent Ki = 27 mumol.l-1), piroxicam (apparent Ki = 23 mumol.l-1) and @DRUG$ (apparent Ki = 128 mumol.l-1).	Studies utilise putative particular P450 inhibitors present inhibition of this reaction by sulfaphenazole , ( apparent chi = 1.6 mumol .l - 1 ) , @DRUG$ ( apparent chi =  mumol.l - 1 ) , piroxicam ( apparent chi = 23 mumol .l - 1 ) and @DRUG$ ( apparent chi = 128 mumol .l- 1 ) .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole , Ki apparent - = 1.6 mumol ( , 1 ) - @DRUG$ ( apparent .l = 27 mumol.l - 1 ) , piroxicam ) apparent Ki = 23 mumol .l Ki 1 ) and @DRUG$ ( apparent Ki = 128 mumol .l- 1 ( .	Studies using putative specific P450 inhibitors inhibition of this reaction by sulfaphenazole , ( apparent Ki = mumol .l - 1 ) , @DRUG$ Ki = 27 mumol.l - 1 ) piroxicam ( apparent Ki = mumol .l - 1 ) and @DRUG$ ( apparent Ki = 128 mumol .l- ) .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole, @DRUG$, piroxicam and @DRUG$.	0
0	On the basis of in vitro activity, a randomized, placebo-controlled, double-blind, dose-ranging, phase 2 trial was conducted to evaluate oral VX-445-tezacaftor-@DRUG$ in patients heterozygous for the Phe508del CFTR mutation and a minimal-function mutation (Phe508del-MF) and in patients homozygous for the Phe508del CFTR mutation (Phe508del-Phe508del) after @DRUG$-ivacaftor run-in.	On the footing of in vitro activity , a randomized , placebo- controlled , double - dim , dose-ranging , phase two trial was bear to evaluate oral VX - 445 - tezacaftor -@DRUG$ in patients heterozygous for the Phe508del cftr mutation and a minimum -function mutation ( Phe508del - medium frequency ) and in patients homozygous for the Phe508del cftr mutation ( Phe508del - Phe508del ) after @DRUG$ - ivacaftor run-in .	On the basis - in vitro activity , a randomized - placebo- controlled , double - blind , - , phase in trial was - to evaluate oral VX - 445 , tezacaftor -@DRUG$ 2 patients heterozygous for the Phe508del CFTR mutation and a minimal -function mutation ( Phe508del ) MF dose-ranging and in patients homozygous for the Phe508del CFTR mutation ( Phe508del conducted Phe508del ) run-in @DRUG$ of ivacaftor after .	the basis of in vitro activity , a randomized , placebo- controlled , double - blind , dose-ranging , phase trial was conducted to evaluate oral VX - 445 - tezacaftor -@DRUG$ in patients heterozygous for the CFTR mutation and minimal -function ( Phe508del - and in patients homozygous for the Phe508del CFTR mutation ( Phe508del - Phe508del ) after @DRUG$ - ivacaftor run-in .	A randomized, placebo-controlled, double-blind, dose-ranging, phase 2 trial was conducted to evaluate oral VX-445-tezacaftor-@DRUG$ in patients heterozygous for the Phe508del CFTR mutation and a minimal-function mutation (Phe508	1
0	The inhibitory effects of both @DRUG$ and pinaverium bromide on the pressure responses to field stimulation were antagonized similarly by exogenous @DRUG$ administration.	The repressive effects of both @DRUG$ and pinaverium commonplace on the pressure responses to field stimulation were antagonized similarly by exogenous @DRUG$ administration .	The inhibitory effects both of @DRUG$ and pinaverium bromide on the pressure responses to by stimulation were antagonized similarly field exogenous @DRUG$ administration .	The inhibitory effects of both @DRUG$ and bromide on the pressure responses to field stimulation were antagonized similarly by exogenous @DRUG$ administration .	The inhibitory effects of both @DRUG$ and pinaverium bromide on the pressure responses to field stimulation were antagonized similarly by exogenous @DRUG$ administration ."This means that when DRUGA and DRUGB are both present, they have an antagonistic (in	0
0	Calves in groups II through IV were treated with @DRUG$ paste formulation at dosage levels of 5, 7.5, and 10 @DRUG$/kg of body weight; calves in group I were used as nonmedicated controls.	Calves in aggroup II through IV were treated with @DRUG$ paste formulation at dosage levels of 5 , 7.5 , and 10 @DRUG$ / kg of body burthen ; calves in group  were used as nonmedicated controls .	Calves in groups II through IV kg treated with @DRUG$ paste formulation and dosage levels of 5 , 10 , at 7.5 @DRUG$ / were of body weight ; calves in group I were used as nonmedicated controls .	Calves in groups II through IV were treated with @DRUG$ paste formulation at dosage levels of 5 , 7.5 , and 10 @DRUG$ / kg of body ; calves in group I were used as nonmedicated controls .	Calves in groups II through IV were treated with @DRUG$ paste formulation at dosage levels of 5 , 7.5 , and 10 @DRUG$ / kg of body weight ; calves in group I were used as nonmedicated controls ."In other words, calves in groups II through IV	0
0	Prucalopride did not cause relevant inhibition of 5-HT(2A), 5-HT(2B), or 5-HT(3), motilin or @DRUG$ (CCK(1)) receptor-mediated contractions, nor nicotinic or muscarinic @DRUG$ receptor-mediated contractions, up to 10 microM.	Prucalopride did not causa relevant inhibition of fivesome - HT ( 2A ) , fivesome - HT ( 2B ) , or fivesome - HT ( ternion ) , motilin or @DRUG$ ( CCK ( ane ) ) receptor-mediated contractions , nor nicotinic or muscarinic @DRUG$ receptor-mediated contractions , up to decade microM .	Prucalopride did not cause relevant inhibition of ) , HT ( 2A ) , 5 - HT ( 2B or , or 5 - HT ( or ) , motilin ) @DRUG$ ( CCK ( nicotinic ) 5 receptor-mediated contractions , nor 1 3 muscarinic @DRUG$ receptor-mediated contractions - up to 10 microM .	did not cause relevant inhibition of 5 - HT ( ) , 5 - ( 2B ) or 5 HT ( ) , motilin or @DRUG$ ( ( 1 ) ) receptor-mediated contractions , nor nicotinic or muscarinic @DRUG$ receptor-mediated contractions , up to 10 microM .	Prucalopride did not cause relevant inhibition of 5 - HT ( 2A ) , 5 - HT ( 2B ) , or 5 - HT ( 3 ) , motilin or @DRUG$ ( CCK ( 1 ) ) receptor-mediated contractions , nor nicotinic or	1
0	@DRUG$, (DDAVP; 1-desamino-8-D-arginine vasopressin) increases the release and activity of @DRUG$ (vWF); however, its effects on the other major constituent of endothelial Weibel-Palade bodies, P-selectin, has not been investigated.	@DRUG$ , ( DDAVP ; 1 - desamino -8-D-arginine vasopressin ) increases the release and activity of @DRUG$ ( vWF ) ; notwithstanding , its effects on the other major grammatical constituent of endothelial Weibel - Palade eubstance , P-selectin , has not been look into .	@DRUG$ , Palade DDAVP desamino 1 - ; -8-D-arginine vasopressin ) increases the release and activity of @DRUG$ , vWF ) ; however ( its effects on the other major constituent of endothelial Weibel - ( bodies , P-selectin , has not been investigated .	@DRUG$ , ( DDAVP ; 1 - desamino -8-D-arginine vasopressin ) increases the release and activity of @DRUG$ ( ) ; however , its effects on the other major constituent endothelial Weibel - Palade bodies , P-selectin , has been investigated .	@DRUG$ increases the release and activity of @DRUG$; however, its effects on the other major constituent of endothelial Weibel-Palade bodies, P-selectin, has not been investigated.	0
0	The blockade of serotonin (@DRUG$) and norepinephrine (@DRUG$) transporters in vitro and in vivo by the dual 5-HT/NE reuptake inhibitors duloxetine and venlafaxine was compared.	The blockade of serotonin ( @DRUG$ ) and norepinephrine ( @DRUG$ ) transporters in vitro and in vivo by the duple 5 - HT / NE reuptake inhibitor duloxetine and venlafaxine was equate .	The blockade of serotonin ( @DRUG$ ) and norepinephrine ( @DRUG$ ) transporters in vitro and in NE / the dual 5 - was by vivo reuptake inhibitors duloxetine and venlafaxine HT compared .	The blockade of serotonin ( @DRUG$ ) and norepinephrine ( @DRUG$ ) transporters in vitro and in vivo by the dual 5 - HT reuptake inhibitors duloxetine and venlafaxine was compared .	The dual 5 - HT / NE reuptake inhibitors duloxetine and venlafaxine block serotonin and norepinephrine transporters in vitro and in vivo.	1
1	All three doses of @DRUG$ produced peak increases in FEV1 (mean 0.5-0.8 l) and PEF (71-100 l/min) similar to those produced by @DRUG$ 200 micrograms (0.5 l and 74 l/min).	wholly tierce doses of @DRUG$ produced peak increases in FEV1 ( mean 0.5-0.8 cubic decimeter ) and PEF ( 71-100 l/min ) similar to those produced by @DRUG$ 200 micrograms ( 0.5 cubic decimeter and 74 l/min ) .	All three doses ) @DRUG$ produced peak increases in FEV1 by mean 0.5-0.8 l of and PEF ( 71-100 l/min ) similar to those produced 0.5 @DRUG$ 200 micrograms ( ( l and 74 l/min ) .	All three doses of @DRUG$ produced increases in FEV1 ( 0.5-0.8 ) and PEF ( 71-100 l/min ) similar to those produced by @DRUG$ 200 micrograms ( 0.5 l and 74 ) .	All three doses of @DRUG$ produce peak increases in FEV1 ( mean 0.5-0.8 l ) and PEF ( 71-100 l/min ) similar to those produced by @DRUG$ 200 micrograms ( 0.5 l and 74 l/min ) .	0
0	FINDINGS: 173 patients received @DRUG$ 2 mg/kg (n=89) or 10 @DRUG$/kg (n=84).	FINDINGS : 173 affected role received @DRUG$ 2 mg / kg ( n=89 ) or decade @DRUG$ / kg ( n=84 ) .	FINDINGS : ) patients received @DRUG$ 2 mg / kg ( n=89 ) or 173 @DRUG$ / kg ( n=84 10 .	FINDINGS : 173 patients received @DRUG$ 2 mg / kg ( ) or 10 @DRUG$ / kg ( n=84 ) .	FINDINGS : 173 patients received @DRUG$ 2 mg / kg ( n=89 ) or 10 @DRUG$ / kg ( n=84 ) ."DRUGA is administered in doses of 2 mg / kg or 10 DRUGB / kg.	0
0	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron as @DRUG$ per ml, or 200 @DRUG$ iron as gleptoferron per ml.	A total of 102 newborn piglets from ten litters were treat intramuscularly with  magnesium iron as @DRUG$ per ml , or  @DRUG$ iron as gleptoferron per ml .	A total ml 102 newborn piglets from ten per litters treated intramuscularly with 200 mg iron as @DRUG$ were ml , or 200 @DRUG$ iron as gleptoferron per of .	A total of 102 newborn piglets from litters were treated intramuscularly with 200 mg iron as @DRUG$ per ml , or 200 @DRUG$ iron as gleptoferron per ml .	@DRUG$ is a drug that is used to treat newborn pigs, and @DRUG$ is an iron supplement that is used to treat newborn pigs.	0
1	@DRUG$ at both 50 and 100 mg doses caused a highly significant reduction in @DRUG$-induced tachycardia.	@DRUG$ at both 50 and 100 mg state caused a highly significant reduction in @DRUG$ - induced tachycardia .	@DRUG$ significant both 50 and 100 mg doses caused a highly at reduction in @DRUG$ - induced tachycardia .	@DRUG$ at both 50 and 100 doses caused a highly significant reduction in @DRUG$ - induced tachycardia .	@DRUG$ significantly reduces the tachycardia caused by @DRUG$.	0
0	RESULTS: @DRUG$ is a mechlorethamine derivative with structural similarity to chlorambucil and other drugs from the nitrogen mustard class, as well as a benzimidazole ring, which may act @DRUG$ an antagonist to purines and amino acids.	RESULTS : @DRUG$ is a mechlorethamine derivative with structural similarity to chlorambucil and other drugs from the nitrogen mustard form , as intimately as a benzimidazole ring , which crataegus laevigata act @DRUG$ an antagonist to purines and amino group acids .	RESULTS : @DRUG$ is a mechlorethamine derivative with structural similarity to chlorambucil and other an from , nitrogen mustard and , as well acids a benzimidazole ring the which may act @DRUG$ drugs antagonist to purines class amino as .	RESULTS : @DRUG$ is a mechlorethamine derivative with structural similarity to chlorambucil and other drugs from the nitrogen mustard class , as as a benzimidazole ring , may act @DRUG$ antagonist to purines and amino acids	@DRUG$ is a mechlorethamine derivative that is structurally similar to other drugs from the nitrogen mustard class, as well as a benzimidazole ring. @DRUG$ may act as an antagonist to purines and amino acids.	0
0	BACKGROUND: Phenylalanine is converted to para- and ortho-tyrosine by hydroxyl free radical, or to para-@DRUG$ by the @DRUG$ hydroxylase enzyme.	scope : Phenylalanine is converted to belem - and ortho-tyrosine by hydroxyl free radical , or to para- @DRUG$ by the @DRUG$ hydroxylase enzyme .	BACKGROUND : Phenylalanine is converted to para - and ortho-tyrosine by by free the , or to para- @DRUG$ hydroxyl radical @DRUG$ hydroxylase enzyme .	BACKGROUND : Phenylalanine is converted para - and ortho-tyrosine by hydroxyl free radical , or to para- @DRUG$ by the @DRUG$ hydroxylase enzyme .	Phenylalanine is converted to para- and ortho-tyrosine by hydroxyl free radical, or to para-@DRUG$ by the @DRUG$ hydroxylase enzyme.	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 @DRUG$/d, and @DRUG$ 100 mg/d plus HCTZ 12.5 mg/d.	indiana comparative trials in the management of hypertension , the combination of trandolapril  or 2 mg /d and isoptin ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol l or  mg /d plus chlorthalidone 12.5 or xxv mg /d , captopril l mg / vitamin d plus HCTZ xxv mg /d , lisinopril twenty mg / vitamin d plus HCTZ 12.5 @DRUG$ /d , and @DRUG$  mg / vitamin d plus HCTZ 12.5 mg/d .	In comparative trials plus the management of hypertension , the combination of trandolapril 1 or 2 , /d and verapamil ER 180 / /d was 100 indistinguishable from mg superior to the combinations of atenolol 50 or 100 mg /d plus 20 12.5 chlorthalidone 25 mg /d , captopril 50 or mg d plus HCTZ 25 mg /d , lisinopril HCTZ mg / d in or 12.5 @DRUG$ /d mg and @DRUG$ statistically mg / d plus HCTZ 12.5 mg/d .	In comparative in the management of hypertension , the combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ mg /d , lisinopril mg / plus HCTZ 12.5 @DRUG$ /d , and @DRUG$ mg / d plus 12.5 mg/d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
1	Tezacaftor/ivacaftor increased @DRUG$ area under the curve (AUC) by 30% but did not affect midazolam, @DRUG$, or norethindrone exposures.	Tezacaftor / ivacaftor increased @DRUG$ area under the arch ( united self defense group of colombia ) by 30 % but did not affect midazolam , @DRUG$ , or norethindrone exposures .	% / ivacaftor increased @DRUG$ area under 30 curve ( AUC ) by the Tezacaftor but did not affect midazolam , @DRUG$ , or norethindrone exposures .	Tezacaftor / ivacaftor increased @DRUG$ area the curve ( AUC ) 30 % did not affect midazolam , @DRUG$ , or norethindrone exposures .	Tezacaftor / ivacaftor increased @DRUG$ area under the curve ( AUC ) by 30 % but did not affect midazolam , @DRUG$ , or norethindrone exposures .	0
1	There was a steep dose response curve for cardiotoxicity with minimal toxicity seen at levels of Ma Huang (equivalent to 12.5 @DRUG$/kg @DRUG$) with caffeine.	There was a steep dose response curve for cardiotoxicity with minimal toxicity get word at levels of bay state Huang ( equivalent weight to 12.5 @DRUG$ / kg @DRUG$ ) with caffeine .	There for a steep dose response minimal was with with curve toxicity seen at levels of Ma Huang ( equivalent to 12.5 @DRUG$ / kg @DRUG$ ) cardiotoxicity caffeine .	There was a steep response curve for cardiotoxicity with minimal seen at levels Ma Huang ( equivalent to 12.5 @DRUG$ / kg @DRUG$ ) with caffeine .	The more @DRUG$ you take, the more likely you are to experience cardiotoxicity (damage to the heart). However, there is minimal toxicity at levels of Ma Huang ( equivalent to 12.5 DRUGA / kg @DRUG$ ) with caffeine .	0
0	At the @DRUG$ time, LY300164 decreased @DRUG$-induced dyskinesia by up to 40% (p < 0.05).	At the @DRUG$ time , LY300164 decreased @DRUG$ - induced dyskinesia by up to xl % ( phosphorus < 0.05 ) .	At the @DRUG$ time ) LY300164 decreased @DRUG$ - induced dyskinesia by up < 40 % ( p to 0.05 , .	At the @DRUG$ time , LY300164 decreased @DRUG$ - induced dyskinesia by to 40 % ( p < 0.05 ) .	LY300164 decreases @DRUG$-induced dyskinesia by up to 40%.	1
0	@DRUG$ (TAF; formerly known @DRUG$ GS-7340) is a novel prodrug of the antiviral acyclic nucleoside phosphonate tenofovir (TFV) with improved properties relative to tenofovir disoproxil fumarate (TDF).	@DRUG$ ( TAF ; formerly known @DRUG$ g force - 7340 ) is a fresh prodrug of the antiviral drug acyclic nucleoside phosphonate tenofovir ( TFV ) with improved properties relative to tenofovir disoproxil fumarate ( TDF ) .	@DRUG$ ( TAF ; formerly known @DRUG$ GS - 7340 ) is a novel prodrug of the antiviral acyclic tenofovir phosphonate to ( TFV ) with improved properties relative ) nucleoside disoproxil fumarate ( TDF tenofovir .	@DRUG$ ( TAF ; formerly known @DRUG$ GS - 7340 ) is a novel prodrug of the antiviral acyclic nucleoside phosphonate tenofovir TFV ) with improved properties to tenofovir disoproxil fumarate TDF ) .	@DRUG$ is a prodrug of the antiviral acyclic nucleoside phosphonate tenofovir ( TFV ), which has improved properties relative to tenofovir disoproxil fumarate ( TDF ).	1
0	Patients were randomly assigned, in a two-by-two factorial design, to receive one of the following four daily treatments: 0.8 mg of @DRUG$, 0.4 mg of vitamin B12, and 40 mg of vitamin B6; 0.8 mg of folic acid and 0.4 mg of vitamin B12; 40 mg of @DRUG$; or placebo.	patient were every which way assigned , in a two -by- two factorial design , to receive one of the following quaternity daily treatment : 0.8 mg of @DRUG$ , 0.4 mg of vitamin B12 , and  mg of vitamin B6 ; 0.8 mg of folic acerb and 0.4 mg of vitamin B12 ;  mg of @DRUG$ ; or placebo .	four were randomly assigned , in a two -by- two factorial design , to receive one of the following of daily ; : 0.8 mg of @DRUG$ , 0.4 of mg vitamin B12 , and placebo mg of vitamin B6 ; 0.8 mg 40 folic acid and 0.4 mg Patients vitamin B12 treatments 40 mg of @DRUG$ ; or of .	Patients were randomly assigned , in a two -by- two factorial design , to receive one of the following four daily treatments : 0.8 mg of @DRUG$ , 0.4 mg of vitamin B12 , and 40 mg vitamin B6 ; mg of folic and 0.4 mg vitamin B12 40 mg of @DRUG$ ; or placebo .	Patients were randomly assigned to receive one of the following four daily treatments: 0.8 mg of @DRUG$ and 0.4 mg of vitamin B12; 0.8 mg of folic acid and 0.4 mg of vitamin B12; 40 mg of @DRUG$; or placebo	0
0	@DRUG$ (AdoHcy), formed after donation of the methyl group of AdoMet to a methyl acceptor, is then hydrolyzed to @DRUG$ and homocysteine by AdoHcy hydrolase.	@DRUG$ ( AdoHcy ) , work after contribution of the methyl group group of AdoMet to a methyl group acceptor , is then hydrolyzed to @DRUG$ and homocysteine by AdoHcy hydrolase .	@DRUG$ ( AdoHcy methyl , formed after of donation the ) group of then to a methyl acceptor , is AdoMet hydrolyzed to @DRUG$ and homocysteine by AdoHcy hydrolase .	@DRUG$ AdoHcy ) , formed after donation of the methyl group of AdoMet to a methyl acceptor , then hydrolyzed to @DRUG$ and homocysteine by AdoHcy hydrolase .	@DRUG$ is a molecule that is formed after donation of a methyl group to a methyl acceptor. @DRUG$ is the molecule that is formed after hydrolysis of DRUGA by AdoHcy hydrolase.	0
0	By contraceptive method, the review has 16 studies of depot medroxyprogesterone acetate (@DRUG$), 4 of @DRUG$-releasing intrauterine contraception (LNG-IUC), 5 for implants, and 2 for progestin-only pills.Comparison groups did not differ significantly for weight change or other body composition measure in 15 studies.	By antifertility method , the review has 16 studies of entrepot medroxyprogesterone acetate ( @DRUG$ ) , 4 of @DRUG$ - releasing intrauterine contraception ( LNG - IUC ) , 5 for imbed , and 2 for progestin-only pills . Comparison chemical group did not differ significantly for weight change or other body piece of music measure in 15 studies .	By contraceptive method , the review of 16 studies has depot measure acetate ( @DRUG$ ) , 4 of @DRUG$ ) releasing intrauterine contraception pills LNG - IUC - , 5 for implants for and 2 for progestin-only ( . Comparison groups did not differ significantly , weight change or other body composition medroxyprogesterone in 15 studies .	By contraceptive method , has 16 studies of depot medroxyprogesterone acetate ( @DRUG$ ) , 4 of @DRUG$ - releasing intrauterine contraception ( - IUC ) 5 for implants , and 2 for progestin-only pills . Comparison groups did not differ significantly for change or body composition measure in 15 studies	There is no significant difference between the two methods when it comes to weight change or other body composition measures.	1
0	We have investigated the effect of @DRUG$ and N-nonyldeoxynojirimycin (NN-@DRUG$) on glycogen catabolism.	We have inquire the effect of @DRUG$ and N-nonyldeoxynojirimycin ( NN - @DRUG$ ) on glycogen catabolism .	We have investigated the effect of @DRUG$ and N-nonyldeoxynojirimycin ( NN on @DRUG$ ) - glycogen catabolism .	We have investigated the effect of @DRUG$ N-nonyldeoxynojirimycin ( NN - @DRUG$ ) on glycogen .	We have investigated how @DRUG$ and NN - @DRUG$ affect glycogen catabolism .	0
0	FINDINGS: Compared with placebo, treatment with laquinimod 0.6 mg per day showed a 40.4% reduction of the baseline adjusted mean cumulative number of GdE lesions per scan on the last four scans (simple means 4.2 [SD 9.2] vs 2.6 [5.3], p=0.0048); treatment with 0.3 @DRUG$ per day showed no significant effects (3.9 [5.5] vs placebo, @DRUG$=0.6740).	observe : Compared with placebo , treatment with laquinimod 0.6 mg per day showed a 40.4 % simplification of the baseline adjusted mean cumulative list of GdE lesions per scan on the stopping point four spot run down ( simple means 4.2 [ SD 9.2 ] quintet 2.6 [ 5.3 ] , p=0.0048 ) ; treatment with 0.3 @DRUG$ per day showed no significant effects ( 3.9 [ 5.5 ] quintet placebo , @DRUG$=0.6740 ) .	FINDINGS : lesions with placebo , treatment with laquinimod 0.6 mg last day showed a 40.4 % reduction of baseline the adjusted mean cumulative number of GdE Compared per scan 3.9 the per four scans ( simple means significant [ SD 9.2 ] vs 2.6 [ 5.3 ] , p=0.0048 ) ; treatment 0.3 with @DRUG$ per day showed no 4.2 effects ( ] [ 5.5 on vs placebo , @DRUG$=0.6740 ) .	FINDINGS : Compared with placebo treatment with laquinimod 0.6 mg per day a 40.4 % reduction of the baseline adjusted cumulative of GdE lesions per scan the last four scans ( simple means 4.2 [ SD 9.2 ] vs 2.6 [ 5.3 ] , p=0.0048 ) ; treatment with 0.3 @DRUG$ per day showed no effects ( 3.9 [ 5.5 ] vs placebo ) .	Treatment with laquinimod 0.6 mg per day showed a 40.4 % reduction of the baseline adjusted mean cumulative number of GdE lesions per scan on the last four scans ( simple means 4.2 [ SD 9.2 ] vs 2.6 [ 5.3 ]	1
1	@DRUG$ has a faster onset of action compared with @DRUG$ in healthy volunteers.	@DRUG$ has a faster onset of action compared with @DRUG$ in healthy volunteer .	@DRUG$ has a faster onset in action compared with @DRUG$ of healthy volunteers .	@DRUG$ has a faster onset of action compared with @DRUG$ in healthy volunteers .	@DRUG$ has a faster onset of action than @DRUG$ in healthy volunteers.	0
0	With the first five doses, @DRUG$ lexidronam clearly reduced his bone pain and improved his quality of life, @DRUG$ determined by pain-assessment scores and the patient's self-assessment of its effect on his ability to perform activities of daily living.	With the st five doses , @DRUG$ lexidronam clearly reduced his bone pain and improved his quality of life , @DRUG$ determined by pain-assessment scores and the affected role 's self -assessment of its effect on his power to perform body process of daily living .	With the effect five doses , @DRUG$ lexidronam clearly reduced his bone pain and improved his quality of life , @DRUG$ determined by pain-assessment scores and the patient on self -assessment of daily first 's his ability to perform activities of its living .	the first five doses , @DRUG$ lexidronam clearly reduced his bone pain improved his quality of life , @DRUG$ determined by pain-assessment scores and the patient self -assessment of its effect on his ability to perform activities of daily living .	@DRUG$ clearly reduced his bone pain and improved his quality of life, @DRUG$ determined by pain-assessment scores and the patient's self-assessment of its effect on his ability to perform activities of daily living.	0
0	Plasma renin, @DRUG$, and @DRUG$ levels decreased nonsignificantly.	Plasma renin , @DRUG$ , and @DRUG$ levels lessen nonsignificantly .	Plasma renin , @DRUG$ nonsignificantly and @DRUG$ levels decreased , .	Plasma renin @DRUG$ and @DRUG$ levels decreased nonsignificantly .	Plasma renin levels decreased nonsignificantly when @DRUG$ was administered, and @DRUG$ levels decreased nonsignificantly when DRUGB was administered.	0
1	@DRUG$ (50 mg) completely abolished GH peaks in two of four subjects, whereas chlorpromazine (30 mg), phenobarbital (97 mg), diphenylhydantoin (90 mg), @DRUG$ (20 mg), and isocarboxazid (30 mg) did not inhibit GH peaks.	@DRUG$ ( 50 mg ) completely abolished GH peaks in ii of quaternion subjects , whereas chlorpromazine ( 30 mg ) , phenobarbital ( xcvii mg ) , phenytoin ( 90 mg ) , @DRUG$ (  mg ) , and isocarboxazid ( 30 mg ) did not inhibit GH peaks .	@DRUG$ ( 50 of mg completely abolished ) peaks in two mg four subjects , whereas chlorpromazine ( 30 mg ) ) phenobarbital ( 97 ) ) , diphenylhydantoin ( 90 mg GH , @DRUG$ ( 20 mg ) , and isocarboxazid ( 30 mg , did not inhibit GH peaks .	@DRUG$ ( 50 mg completely abolished GH peaks in two of subjects , whereas chlorpromazine ( 30 mg ) , phenobarbital ( 97 ) , diphenylhydantoin ( 90 mg ) , @DRUG$ ( 20 mg ) , and isocarboxazid ( 30 mg ) did not inhibit peaks .	@DRUG$ ( 50 mg ) completely abolished GH peaks in two of four subjects , whereas chlorpromazine ( 30 mg ) , phenobarbital ( 97 mg ) , diphenylhydantoin ( 90 mg ) , @DRUG$ ( 20 mg ) , and isocarboxaz	0
1	A Phase III study in the treatment of cIAIs, including pyelonephritis, found @DRUG$ non-inferior to @DRUG$ (clinical cure rates, 95.1% and 90.2%, respectively; 95% CI, 0.2 to 9.6).	A Phase III study in the discussion of cIAIs , include pyelonephritis , regain @DRUG$ non-inferior to @DRUG$ ( clinical cure rates , 95.1 % and 90.2 % , respectively ; 95 % curie , 0.2 to 9.6 ) .	A Phase III study in the treatment of cIAIs , including pyelonephritis 90.2 found @DRUG$ non-inferior to @DRUG$ ( and % respectively , 95.1 % clinical , % , rates ; 95 cure CI , 0.2 to 9.6 ) .	A Phase III study the treatment of cIAIs , including pyelonephritis found @DRUG$ non-inferior to @DRUG$ ( clinical cure rates , 95.1 % and 90.2 % , respectively 95 % CI , 0.2 to 9.6 .	A Phase III study in the treatment of cIAIs, including pyelonephritis, found @DRUG$ non-inferior to @DRUG$ (clinical cure rates, 95.1% and 90.2%, respectively; 95% CI, 0.2 to 9.6).	0
0	The maximum concentration was 202 p.p.@DRUG$. 10 products (34%) contained isoeugenyl acetate, which in 9 cases occurred together with @DRUG$.	The maximum immersion was 202 p.p.@DRUG$ . 10 products ( 34 % ) contained isoeugenyl acetate , which in 9 cases happen together with @DRUG$ .	The maximum concentration was 10 p.p.@DRUG$ . 202 products ( 34 % acetate contained isoeugenyl ) , which in 9 cases occurred together with @DRUG$ .	The maximum concentration was 202 . 10 products ( 34 % ) contained , in 9 cases occurred together @DRUG$ .	34% of the products contained isoeugenyl acetate, which in 9 cases occurred together with @DRUG$.	1
0	Aldehyde oxidase, a molybdenum-containing enzyme, catalyzes the oxidation of N-heterocyclic drugs such as famciclovir and zaleplon, in addition to reducing some agents such @DRUG$ @DRUG$.	Aldehyde oxidase , a molybdenum - containing enzyme , catalyze the oxidation of N-heterocyclic dose such as famciclovir and zaleplon , in addition to melt off some agents such @DRUG$ @DRUG$ .	Aldehyde oxidase , a zaleplon - containing enzyme , catalyzes the oxidation of N-heterocyclic drugs such as famciclovir and such , in addition to agents some reducing molybdenum @DRUG$ @DRUG$ .	Aldehyde , a - containing , the oxidation of N-heterocyclic drugs such as famciclovir and zaleplon in addition to reducing some agents @DRUG$ @DRUG$ .	Aldehyde oxidase catalyzes the oxidation of N-heterocyclic drugs, in addition to reducing some agents such as @DRUG$ and @DRUG$.	0
0	Based on an analysis of four different data sets, the Vd for carisoprodol ranged from 0.93 to 1.3 L/kg, while that for @DRUG$ ranged from 1.4 to 1.6 @DRUG$/kg.	free base on an analysis of little joe different data sets , the sexually transmitted disease for carisoprodol ranged from 0.93 to 1.3 L/kg , while that for @DRUG$ ranged from 1.4 to 1.6 @DRUG$ / kg .	Based on an analysis of four different data , sets from Vd for carisoprodol ranged from 0.93 the 1.3 L/kg , while that for @DRUG$ ranged to 1.4 to 1.6 @DRUG$ / kg .	Based on an analysis of four different data sets , the for ranged from 0.93 1.3 L/kg while that for @DRUG$ ranged from 1.4 to 1.6 @DRUG$ / kg .	For every kilogram of @DRUG$, there is 1.4 to 1.6 kilograms of @DRUG$.	0
0	One hundred twenty women, ASA physical status I or II, aged 21-63 yr, received IV either placebo or @DRUG$ 0.15, 0.3, or 0.6 @DRUG$ (n = 30 of each) at the completion of surgery.	One century twenty womanhood , ASA physical status I or II , aged 21 - 63 yr , received IV either placebo or @DRUG$ 0.15 , 0.3 , or 0.6 @DRUG$ ( north = 30 of each ) at the windup of surgery .	One hundred twenty women , ASA n status of or II , 0.15 21 - 0.6 yr , received IV either placebo or @DRUG$ aged , 0.3 , or 63 @DRUG$ ( physical = 30 of each ) at the completion I surgery .	One hundred twenty women ASA physical status I or II , aged 21 - 63 yr , received IV either placebo or @DRUG$ 0.15 , 0.3 , or 0.6 @DRUG$ ( n = of each ) at the completion of surgery .	One hundred twenty women were given either a placebo or one of three different doses of @DRUG$ (0.15, 0.3, or 0.6) after surgery.	1
0	The nitrate-@DRUG$-@DRUG$ pathway in physiology and therapeutics.	The nitrate-@DRUG$ - @DRUG$ pathway in physiology and therapeutic .	and nitrate-@DRUG$ - @DRUG$ pathway in physiology The therapeutics .	The nitrate-@DRUG$ - @DRUG$ in physiology and therapeutics .	Nitrates (@DRUG$) can be converted into drugs (@DRUG$) in the body.	0
0	During the treatment phase, 10 patients received ferric pyrophosphate via hemodialysis @DRUG$ monthly dialysate @DRUG$ concentrations were progressively increased from 2, 4, 8, to 12 micrograms/dl and were then sustained for two additional months at 12 micrograms/dl (dialysate iron group); 11 control patients were continued on i.v. iron dextran (i.v. iron group).	During the discussion phase , 10 patients received ferrous pyrophosphate via hemodialysis @DRUG$ monthly dialysate @DRUG$ concentrations were progressively increased from  , 4 , 8 , to 12 micrograms / decilitre and were then sustained for two extra months at 12 micrograms / decilitre ( dialysate branding iron group ) ; 11 control patients were continued on i.v. branding iron dextran ( i.v. branding iron group ) .	During the treatment phase , 10 patients 12 ferric pyrophosphate via hemodialysis @DRUG$ monthly dialysate @DRUG$ concentrations were iron increased from 2 , 4 , 8 , to received micrograms / ; and were then sustained on two additional months at patients micrograms / dl ( dialysate iron group ) dl 11 control 12 were continued for i.v. progressively dextran ( i.v. iron group ) .	During the treatment phase , 10 patients received ferric pyrophosphate via hemodialysis @DRUG$ monthly dialysate @DRUG$ concentrations were progressively increased from 2 , 4 , 8 , to 12 micrograms / dl and were then sustained for two additional months at 12 micrograms / dl ( dialysate group ) ; 11 control patients were continued on i.v. iron dextran ( iron group )	During the treatment phase, 10 patients received ferric pyrophosphate via hemodialysis. @DRUG$ monthly dialysate @DRUG$ concentrations were progressively increased from 2, 4, 8, to 12 micrograms / dl and were then sustained for two additional months at 12 micro	0
0	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine periods, plasma @DRUG$ was significantly lower in the efonidipine period than in the amlodipine period (123 + or - 118 versus 146 + or - 150 @DRUG$/mL, P = 0.027).	Although the blood plasma renin activity and blood plasma hypertensin II were not significantly different between the efonidipine and amlodipine menstruation , blood plasma @DRUG$ was significantly lower in the efonidipine period than in the amlodipine period ( 123 + or - 118 versus 146 + or - 150 @DRUG$ / cubic centimetre , phosphorus = 0.027 ) .	II the plasma renin activity and plasma , Although were significantly not different between the efonidipine and amlodipine periods 150 plasma @DRUG$ was significantly lower in the efonidipine period than in the amlodipine period ( or + or - 118 versus 146 + 123 - , @DRUG$ / mL angiotensin P = 0.027 ) .	Although the plasma renin activity and plasma angiotensin II were not significantly between the efonidipine and amlodipine periods plasma @DRUG$ was significantly lower in the efonidipine period than the amlodipine period ( 123 + or - 118 versus 146 + or - 150 @DRUG$ / mL , = 0.027 ) .	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine periods, plasma @DRUG$ was significantly lower in the efonidipine period than in the amlodipine period (123	1
0	In a Phase III, randomized, blinded clinical trial evaluating anidulafungin (50 @DRUG$/d) versus fluconazole (100 mg/@DRUG$) for the treatment of EC, 97.2% and 98.9% of patients who received anidulafungin and fluconazole, respectively, showed evidence of cure or improvement (treatment difference, -1.6%; 95% CI, -4.1 to 0.8).	indium a Phase III , randomize , blinded clinical trial run evaluating anidulafungin ( 50 @DRUG$ / d ) versus fluconazole (  mg / @DRUG$ ) for the treatment of EC , 97.2 % and 98.9 % of patients who received anidulafungin and fluconazole , respectively , showed certify of cure or advance ( treatment remainder , - 1.6 % ; 95 % CI , -4.1 to 0.8 ) .	In evidence Phase III % randomized , blinded clinical trial evaluating anidulafungin 0.8 50 @DRUG$ / d ) versus fluconazole ( who mg % @DRUG$ ) for the treatment of EC , 97.2 % and 98.9 / of patients 100 received anidulafungin and fluconazole , respectively -4.1 showed a of cure or % ( treatment difference , - 1.6 improvement ; 95 , CI , , to ( ) .	In a Phase III , randomized , blinded clinical trial evaluating anidulafungin 50 @DRUG$ / d ) versus fluconazole ( 100 mg / @DRUG$ ) for the treatment of EC , 97.2 % and 98.9 of patients received anidulafungin and fluconazole , showed evidence of cure or ( treatment difference , - 1.6 % 95 CI , to 0.8 ) .	Anidulafungin was found to be as effective as fluconazole in treating EC in a Phase III, randomized, blinded clinical trial.	1
0	SLV308 binds to @DRUG$ D(2), D(3), and D(4) receptors and @DRUG$(1) (A) receptors and is a partial agonist at dopamine D(2) and D(3) receptors and a full agonist at serotonin 5-HT(1) (A) receptors.	SLV308 binds to @DRUG$ D ( 2 ) , D ( terzetto ) , and D ( four ) receptors and @DRUG$ ( i ) ( A ) receptors and is a overtone protagonist at intropin D ( 2 ) and D ( terzetto ) receptors and a full protagonist at serotonin 5 - HT ( i ) ( A ) receptors .	SLV308 binds to @DRUG$ D ( receptors ) , D ( 3 ) , 2 D ( 4 ) receptors and @DRUG$ ( 1 ) ( A 5 and and ) a partial agonist at dopamine D and 2 ) receptors D ( 3 ) and ( a full agonist at serotonin ) - HT ( 1 is ( A ) receptors .	SLV308 binds to @DRUG$ D ( 2 ) , D ( 3 ) , and D ( 4 ) receptors and @DRUG$ ( 1 ) ( A ) receptors and is a partial agonist at dopamine D ( 2 ) and D ( 3 ) receptors and a full agonist at 5 - HT ( 1 ) ( A ) receptors .	SLV308 binds to @DRUG$ D ( 2 ) , D ( 3 ) , and D ( 4 ) receptors and @DRUG$ ( 1 ) ( A ) receptors and is a partial agonist at dopamine D ( 2 ) and D ( 3 ) receptors and a full agonist at serotonin	0
0	Patients with untreated MM received four 21-d cycles of PAD, comprising @DRUG$ 1.3 mg/@DRUG$(2) on days 1, 4, 8 and 11, along with dexamethasone 40 mg on days 1-4, 8-11 and 15-18 during cycle 1 and days 1-4 during cycles 2-4.	Patients with untreated MM received four xxi - cholecalciferol cycles of PAD , comprising @DRUG$ 1.3 mg / @DRUG$ ( two ) on days 1 , 4 , 8 and eleven , along with dexamethasone 40 mg on days 1 - 4 , 8- eleven and xv - 18 during motorbike 1 and days 1 - 4 during cycles 2- 4 .	Patients with 40 MM received four 21 2 d cycles of cycle , comprising @DRUG$ 1.3 mg / @DRUG$ ( 4 ) on days 1 with 4 , 8 and 11 , along , dexamethasone untreated mg on days 1 - 4 , 8- 4 and 15 - 18 during PAD 1 and days 1 - 11 during cycles 2- - .	Patients with untreated MM received four d cycles of PAD comprising @DRUG$ 1.3 mg / @DRUG$ 2 ) on days 1 , , and 11 , along with dexamethasone 40 mg on days 4 , 8- 11 and 15 - 18 during cycle 1 and days 1 - 4 during cycles 2- 4 .	Patients with untreated MM received four 21 - d cycles of PAD , comprising @DRUG$ 1.3 mg / @DRUG$ ( 2 ) on days 1 , 4 , 8 and 11 , along with dexamethasone 40 mg on days 1 - 4 , 8- 11 and 15	0
0	These findings were not explained by the relationships of nortriptyline treatment to weight change (r = -0.21, p = .31) or depression improvement to compliance with the protocol for self-monitoring of blood glucose (@DRUG$ = 0.01, @DRUG$ = .97).	These findings were not explicate by the relationships of nortriptyline treatment to weight down change ( r = - 0.21 , p = .31 ) or depression improvement to abidance with the protocol for self-monitoring of rip glucose ( @DRUG$ = 0.01 , @DRUG$ = .97 ) .	These findings were not explained by the 0.01 of nortriptyline or to weight change ( r = - 0.21 , p = of ) treatment depression improvement to compliance with the protocol .31 self-monitoring for blood glucose ( @DRUG$ = relationships , @DRUG$ = .97 ) .	findings were not explained the relationships of nortriptyline treatment to change ( r = - 0.21 , p = .31 ) or depression improvement compliance with the for self-monitoring of glucose ( @DRUG$ = 0.01 , @DRUG$ = .	Nortriptyline treatment was not related to weight change, but it was related to improvement in depression symptoms. Compliance with the protocol for self-monitoring of blood glucose was related to improvement in depression symptoms.	1
0	Overall, pleuromutilins and, in particular, @DRUG$ are characterized by potent activity against Gram-positive and fastidious Gram-negative pathogens @DRUG$ well as against mycoplasmas and intracellular organisms, such as Chlamydia spp.	Overall , pleuromutilins and , in particular , @DRUG$ are characterized by stiff activity against gram positive and fastidious Gram-negative pathogen @DRUG$ well as against mycoplasmas and intracellular organisms , such as Chlamydia spp .	Overall , pleuromutilins and , in particular , @DRUG$ intracellular characterized by potent activity against Gram-positive and fastidious Gram-negative against @DRUG$ well as pathogens mycoplasmas and are organisms , such as spp Chlamydia .	Overall , pleuromutilins , in particular @DRUG$ are characterized by potent activity against Gram-positive and fastidious Gram-negative pathogens @DRUG$ well as against mycoplasmas and organisms , such as Chlamydia spp .	@DRUG$ is a potent antibiotic that is effective against a wide range of Gram-positive and Gram-negative bacteria, as well as mycoplasmas and other intracellular organisms.	1
1	This method allowed the detection of therapeutic concentrations of acemetacin, @DRUG$ (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, @DRUG$, tolfenamic acid, and tolmetin in urine samples.	This method grant the espial of therapeutic assiduousness of acemetacin , @DRUG$ ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen calcium , flufenamic acid , flurbiprofen , motrin , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naproxen , niflumic acid , phenylbutazone , suxibuzone , @DRUG$ , tolfenamic acid , and tolmetin in piss sampling .	This fenoprofen allowed the detection paracetamol therapeutic concentrations of acemetacin , @DRUG$ ( , ) , suxibuzone acid , diclofenac , diflunisal , etodolac , fenbufen , method , flufenamic mofebutazone , flurbiprofen , ibuprofen , indometacin acid kebuzone , ketoprofen naproxen lonazolac , meclofenamic acid , mefenamic acid , , , , of niflumic acid , phenylbutazone , acetylsalicylic , @DRUG$ , tolfenamic acid , and tolmetin in urine samples .	This method allowed the detection of therapeutic concentrations of acemetacin , @DRUG$ ( paracetamol ) , acetylsalicylic acid , diclofenac diflunisal , etodolac , fenbufen , fenoprofen flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , acid , , naproxen , niflumic acid , phenylbutazone , suxibuzone , @DRUG$ , tolfenamic , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin , paracetamol , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid	1
0	Intravenous @DRUG$ had no effect on this action, even at a very high dose of 10 @DRUG$ kg(-1) i.v., while yohimbine (0.1 - 0.3 mg kg(-1) i.v.) inhibited mydriasis in a dose-dependent manner, indicating that OPC-28326 was at least 100 times less potent than yohimbine in regard to the anti-mydriatic effect.	endovenous @DRUG$ had no effect on this action , even at a very eminent dose of 10 @DRUG$ kg ( - unity ) i.v. , while yohimbine ( 0.1 - 0.3 mg kg ( - unity ) i.v. ) inhibit mydriasis in a dose-dependent manner , indicating that OPC - 28326 was at to the lowest degree century times less potent than yohimbine in regard to the anti-mydriatic effect .	Intravenous @DRUG$ had no effect 100 this action , least at a very high dose mydriasis 10 @DRUG$ kg 0.1 - 1 ) i.v. even while yohimbine ( 0.3 - ( mg kg ( - 1 ) i.v. ) inhibited of in a dose-dependent manner , indicating that OPC - 28326 was at , on times less potent than yohimbine in regard to the anti-mydriatic effect .	Intravenous @DRUG$ had no effect this , at a very dose of 10 @DRUG$ kg ( - 1 ) i.v. while yohimbine ( 0.1 - 0.3 mg kg ( - ) i.v. ) mydriasis in a dose-dependent manner , indicating that OPC - 28326 was at least 100 less potent than yohimbine in regard to the effect .	Intravenous @DRUG$ had no effect on this action , even at a very high dose of 10 @DRUG$ kg ( - 1 ) i.v. , while yohimbine ( 0.1 - 0.3 mg kg ( - 1 ) i.v. ) inhibited	0
0	We conducted a retrospective cohort study of all patients who received 12 g/day of @DRUG$ or @DRUG$ for at least 24 h. Two hundred twenty-four patients were included.	We conducted a retrospective cohort bailiwick of all patients who received 12 g/ day of @DRUG$ or @DRUG$ for at least 24 henry . Two one c twenty - four patients were included .	We 24 a retrospective cohort study of all hundred who received 12 g/ day of @DRUG$ or @DRUG$ for four least conducted h . Two patients twenty - at patients were included .	We conducted a retrospective cohort study of patients who received 12 g/ day of @DRUG$ or @DRUG$ for least 24 h . Two hundred twenty - four patients included .	We looked at all the patients who received 12 grams of @DRUG$ or @DRUG$ each day for at least 24 hours. 224 patients were included in our study.	0
0	Here we report the pharmacological characterization of SB-462795 (@DRUG$) @DRUG$ a potent and orally bioavailable small molecule inhibitor of cathepsin K that inhibits bone resorption both in vitro in human tissue and in vivo in cynomolgus monkeys.	Here we report the pharmacological characterization of SB -462795 ( @DRUG$ ) @DRUG$ a virile and by word of mouth bioavailable small molecule inhibitor of cathepsin K that inhibits bone resorption both in vitro in human being weave and in vivo in cynomolgus monkeys .	Here we report the molecule characterization of SB -462795 ( @DRUG$ ) @DRUG$ a potent and orally bioavailable small vitro inhibitor of both K tissue inhibits bone resorption cathepsin in pharmacological in human that and in vivo in cynomolgus monkeys .	Here we report the pharmacological characterization of SB -462795 ( @DRUG$ ) @DRUG$ a potent and orally bioavailable small molecule inhibitor of cathepsin K that inhibits bone resorption both in vitro in human tissue and in vivo in cynomolgus monkeys .	SB -462795 ( @DRUG$ ) is a potent and orally bioavailable small molecule inhibitor of cathepsin K that inhibits bone resorption both in vitro in human tissue and in vivo in cynomolgus monkeys .	1
0	Rucaparib and @DRUG$ sensitise cancer cells to X-radiation or (131)I-@DRUG$ treatment.	Rucaparib and @DRUG$ sensitise cancer cells to roentgen ray or ( 131 ) I - @DRUG$ treatment .	Rucaparib and @DRUG$ sensitise cancer cells I X-radiation or ( 131 ) to - @DRUG$ treatment .	Rucaparib and @DRUG$ sensitise cancer cells to X-radiation or ( 131 ) I @DRUG$ treatment .	Rucaparib and @DRUG$ make cancer cells more sensitive to X-radiation or ( 131 ) I - @DRUG$ treatment .	0
0	@DRUG$ has an unique property @DRUG$ an NSAIDs that suppresses both cyclooxygenase and lipoxygenase.	@DRUG$ has an singular property @DRUG$ an NSAIDs that suppresses both cyclooxygenase and lipoxygenase .	@DRUG$ has an unique property @DRUG$ that NSAIDs an suppresses both cyclooxygenase and lipoxygenase .	@DRUG$ has an unique property @DRUG$ NSAIDs that suppresses both cyclooxygenase and lipoxygenase .	@DRUG$ is a unique drug that suppresses both cyclooxygenase and lipoxygenase .	1
0	MATERIALS AND METHODS: Patients with diabetes and symptomatic arterial obstructions (N = 129) were randomized to receive @DRUG$ 100 @DRUG$/d plus batroxobin 5 IU every other day for six doses (n = 58) or aspirin alone (n = 71).	MATERIALS AND METHODS : Patients with diabetes and diagnostic arterial obstructions ( N = 129 ) were randomise to receive @DRUG$ 100 @DRUG$ / d plus batroxobin 5 IU every other day for six department of state ( n = 58 ) or aspirin alone ( n = seventy one ) .	MATERIALS AND METHODS every Patients with diabetes and symptomatic arterial ( ( N = 129 ) were randomized to receive @DRUG$ 100 @DRUG$ / for plus batroxobin 5 six : other day d IU doses ( n = 58 ) or aspirin alone obstructions n = 71 ) .	MATERIALS AND METHODS : Patients with diabetes and symptomatic arterial obstructions ( N ) were randomized receive @DRUG$ 100 @DRUG$ / d plus batroxobin 5 IU other day for six doses ( n = 58 ) aspirin alone ( n = 71 )	MATERIALS AND METHODS : Patients with diabetes and symptomatic arterial obstructions ( N = 129 ) were randomized to receive @DRUG$ 100 @DRUG$ / d plus batroxobin 5 IU every other day for six doses ( n = 58 ) or aspirin alone ( n =	0
0	The chlorzoxazone-induced relaxation of the thoracic artery pre-contracted by noradrenaline was suppressed by 5 mM @DRUG$, 75 mM ethanol and 2 microM paxilline, but not by 2 microM @DRUG$.	The chlorzoxazone - induced relaxation of the pectoral arteria pre-contracted by noradrenaline was suppressed by fivesome mM @DRUG$ , 75 mM ethanol and 2 microM paxilline , but not by 2 microM @DRUG$ .	The chlorzoxazone - induced relaxation the of thoracic artery ethanol microM noradrenaline was suppressed by 5 mM @DRUG$ , 75 mM pre-contracted and 2 by paxilline , but not by 2 microM @DRUG$ .	chlorzoxazone - induced relaxation of the artery pre-contracted by noradrenaline was suppressed by 5 @DRUG$ , 75 mM ethanol and 2 microM paxilline , but not by microM @DRUG$ .	The chlorzoxazone - induced relaxation of the thoracic artery pre-contracted by noradrenaline was suppressed by 5 mM @DRUG$ and 75 mM ethanol, but not by 2 microM @DRUG$.	0
0	The impact of alanyl-glutamine on clinical safety, @DRUG$ @DRUG$, intestinal permeability, and clinical outcome in postoperative patients: a randomized, double-blind, controlled study of 120 patients.	The impact of alanyl- glutamine on clinical safety , @DRUG$ @DRUG$ , intestinal permeability , and clinical final result in postoperative patients : a randomized , double - subterfuge , controlled study of long hundred patients .	The impact of alanyl- glutamine on clinical safety , @DRUG$ @DRUG$ , intestinal permeability , and clinical outcome in randomized patients double a postoperative , : - blind of controlled study , 120 patients .	The impact of alanyl- glutamine on clinical safety , @DRUG$ @DRUG$ , intestinal permeability , clinical outcome in postoperative patients a randomized , - blind , controlled study of patients .	The impact of alanyl- glutamine on clinical safety , @DRUG$ @DRUG$ , intestinal permeability , and clinical outcome in postoperative patients : a randomized , double - blind , controlled study of 120 patients ."Alanyl- glutamine affects the safety of a drug, the perme	0
1	As an adjunct therapy to @DRUG$ in patients with more advanced Parkinson's disease, ropinirole was reported to be as effective as @DRUG$ and significantly more effective than placebo.	As an assistant therapy to @DRUG$ in patients with more advance Parkinson 's disease , ropinirole was reported to be as effective as @DRUG$ and importantly more effective than placebo .	As an as therapy to @DRUG$ in patients with more placebo than 's disease , ropinirole was reported to be as effective adjunct @DRUG$ and significantly more effective Parkinson advanced .	As an adjunct therapy to @DRUG$ in patients with more advanced Parkinson 's disease , ropinirole was reported to be as effective as @DRUG$ and significantly effective than placebo .	Ropinirole was found to be as effective as @DRUG$ and significantly more effective than placebo when used as an adjunct therapy to @DRUG$ in patients with more advanced Parkinson's disease.	0
0	Originally developed and commercialized @DRUG$ an antiprotozoal agent, @DRUG$ was later identified as a first-in-class broad-spectrum antiviral drug and has been repurposed for the treatment of influenza.	Originally developed and market @DRUG$ an antiprotozoal agent , @DRUG$ was later identified as a first-in- class broad-spectrum antiviral dose and has been repurposed for the handling of influenza .	Originally developed and commercialized @DRUG$ an repurposed agent , @DRUG$ was later identified as a first-in- class antiprotozoal antiviral broad-spectrum and has been drug for the treatment of influenza .	developed and commercialized @DRUG$ an antiprotozoal agent , @DRUG$ was later identified as a first-in- class broad-spectrum antiviral drug and has been repurposed for the treatment of influenza .	@DRUG$ was originally developed and commercialized as an antiprotozoal agent, but @DRUG$ was later identified as a first-in-class broad-spectrum antiviral drug and has been repurposed for the treatment of influenza.	0
1	Select safety and efficacy studies for @DRUG$ in combination with supportive evidence from the results of prior @DRUG$ studies allowed for regulatory approval for acute and maintenance claims in both adults and adolescents, while minimizing burden on the sponsor.	Select safety and efficaciousness studies for @DRUG$ in combination with supportive evidence from the results of prior @DRUG$ studies allowed for regulatory approval for needlelike and maintenance claims in both adults and stripling , while minimizing burden on the frequent .	Select safety and adolescents studies for @DRUG$ burden combination with supportive evidence from the results of prior @DRUG$ studies allowed for regulatory approval for and acute on claims in both adults and efficacy , while minimizing in maintenance the sponsor .	Select safety and efficacy studies for @DRUG$ in combination with supportive evidence from the results of @DRUG$ studies allowed for approval for acute and maintenance claims in adults and , while minimizing burden on the sponsor .	The safety and efficacy of @DRUG$ in combination with @DRUG$ has been studied and found to be safe and effective, which has allowed for regulatory approval for acute and maintenance claims in both adults and adolescents.	0
0	Limited accumulation occurred following once-daily administration of @DRUG$ for five consecutive days at 1 mg/kg (s.c.) or 2 mg/kg (@DRUG$.o.).	Limited accumulation occurred following once-daily administration of @DRUG$ for quint serial days at ane mg / kg ( s.c. ) or 2 mg / kg ( @DRUG$ .o. ) .	Limited ( occurred following consecutive administration of @DRUG$ for five once-daily days at 1 mg / kg ( ) s.c. or 2 mg / kg accumulation @DRUG$ .o. ) .	accumulation occurred following once-daily administration of @DRUG$ for consecutive days at 1 mg / kg s.c. ) or 2 mg / kg ( @DRUG$ .o. )	Limited accumulation occurred following once-daily administration of @DRUG$ for five consecutive days at 1 mg / kg ( s.c. ) or 2 mg / kg ( @DRUG$ .o. ) ."In other words, DRUGA and DRUGB are related in that limited accumulation	0
0	The study was designed to investigate effects of @DRUG$, @DRUG$ oil, and beeswax and the mixture on growth of Staphylococcus aureus and Candida albicans isolated from human specimens.	The subject area was designed to investigate impression of @DRUG$ , @DRUG$ oil , and beeswax and the mixture on growth of staph aureus and Candida albicans isolated from human specimens .	was study The designed to growth effects of @DRUG$ , @DRUG$ oil , and beeswax and the mixture on investigate of Staphylococcus aureus and Candida specimens isolated from human albicans .	The study was designed to investigate of @DRUG$ , @DRUG$ oil , and beeswax and the mixture on growth of Staphylococcus aureus and Candida albicans isolated from human specimens .	The study was designed to investigate the effects of @DRUG$ and @DRUG$ on the growth of Staphylococcus aureus and Candida albicans isolated from human specimens.	0
0	Ferrous @DRUG$ supplementation significantly increased risk of GI side-effects versus placebo with an odds ratio (OR) of 2.32 [95% CI 1.74-3.08, @DRUG$<0.0001, I2 = 53.6%] and versus i.v. iron with an OR of 3.05 [95% CI 2.07-4.48, p<0.0001, I2 = 41.6%].	ferrous @DRUG$ supplementation significantly increased put on the line of GI side-effects versus placebo with an odds proportion ( OR ) of 2.32 [ 95 %  1.74-3.08 , @DRUG$ <0.0001 , I2 = 53.6 % ] and versus i.v. atomic number  with an OR of 3.05 [ 95 %  2.07-4.48 , p<0.0001 , I2 = 41.6 % ] .	Ferrous @DRUG$ supplementation significantly increased risk of GI side-effects versus placebo with an odds ratio ( p<0.0001 ) with 2.32 53.6 95 % CI 1.74-3.08 , @DRUG$ <0.0001 , I2 = [ % 2.07-4.48 and ] i.v. iron of an OR of 3.05 [ 95 % CI ] , OR , I2 = 41.6 % versus .	Ferrous @DRUG$ supplementation significantly increased risk GI side-effects versus placebo with an odds ratio ( OR ) of 2.32 95 % CI , @DRUG$ <0.0001 , = 53.6 % ] and versus i.v. with an OR of 3.05 [ % CI 2.07-4.48 , p<0.0001 , I2 = 41.6 % ] .	Ferrous @DRUG$ supplementation significantly increased risk of GI side-effects versus placebo with an odds ratio ( OR ) of 2.32 [ 95 % CI 1.74-3.08 ], and versus i.v. iron with an OR of 3.05 [ 95 % CI 2.07	1
0	The present investigation provides quantitative values for a broad range of receptor-level interactions of the individual MPH isomers to better characterize the distinction between dl-MPH versus d-@DRUG$ versus l-MPH as it relates to binding affinity at sites associated with relevant central nervous system (CNS) pharmacology, as well @DRUG$ peripheral physiology.	The present investigation provides quantitative values for a broad range of receptor-level interactions of the individual MPH isomer to unspoiled characterize the eminence between deciliter - MPH versus d-@DRUG$ versus l-MPH as it relates to binding kinship at sites associated with relevant central nervous system ( CNS ) pharmacology , as well @DRUG$ peripheral physiology .	The present investigation provides quantitative values for a broad range of receptor-level interactions of the individual MPH @DRUG$ to better characterize physiology distinction between dl - MPH versus d-@DRUG$ versus nervous as it relates to binding affinity at sites associated isomers relevant central l-MPH system ( CNS ) pharmacology the as well with peripheral , .	The present investigation provides values for broad range of receptor-level interactions of the individual MPH isomers to better characterize the distinction between dl - MPH versus d-@DRUG$ l-MPH as it relates to binding affinity at sites associated with relevant central system ( CNS ) pharmacology , as well @DRUG$ peripheral physiology .	The study found that the d-form of MPH (@DRUG$) binds more strongly to receptors associated with CNS pharmacology than the l-form (MPH), and that the dl-form (a combination of the d- and l-forms) binds more strongly than either form alone	1
0	Dasatinib (formerly BMS-354825), AP23464, SKI-606, and PD166326 are classified @DRUG$ Src/@DRUG$ inhibitors, while nilotinib (AMN107) and INNO-406 (NS-187) belong to the latter subclass of inhibitors.	Dasatinib ( formerly ordure -354825 ) , AP23464 , ski -606 , and PD166326 are classified advertisement @DRUG$ Src / @DRUG$ inhibitors , while nilotinib ( AMN107 ) and INNO - 406 ( NS - 187 ) belong to to the latter subclass of inhibitors .	Dasatinib -606 formerly BMS -354825 ) , AP23464 , and ( , and PD166326 are NS @DRUG$ - / @DRUG$ inhibitors , while nilotinib ( AMN107 ) SKI INNO Src 406 ( classified - 187 ) belong to the latter subclass of inhibitors .	( formerly BMS -354825 ) , , , and PD166326 classified @DRUG$ Src / @DRUG$ inhibitors , while nilotinib ( AMN107 ) and INNO - 406 ( NS 187 ) belong to the latter subclass of inhibitors .	@DRUG$ is a type of drug known as a Src / @DRUG$ inhibitor, while DRUGB is a type of drug known as an NS-187 inhibitor.	0
0	Fidaxomicin has been demonstated to be @DRUG$ safe as oral vancomycin, but superior to @DRUG$ in achieving a sustained clinical response for CDI in patients infected with non-BI/NAP1/027 strains.	Fidaxomicin has been demonstated to be @DRUG$ safe as oral vancomycin , but superior to @DRUG$ in reach a prolong clinical response for CDI in patients infected with not -BI / NAP1/027 strains .	Fidaxomicin with been demonstated to be @DRUG$ safe sustained oral vancomycin for but superior to @DRUG$ in achieving a as clinical response , CDI in patients infected has non -BI / NAP1/027 strains .	has been demonstated to be @DRUG$ safe as oral vancomycin , but superior @DRUG$ in a sustained clinical response for CDI in patients infected with non -BI NAP1/027 strains .	Fidaxomicin is safe as oral vancomycin, but superior to oral vancomycin in achieving a sustained clinical response for CDI in patients infected with non -BI / NAP1/027 strains .	1
0	For in vivo experiments, BNP1350 was given 1.0 mg/kg i.@DRUG$. or 1.5 @DRUG$/kg p.o. daily x 5 and CPT-11 20 mg/kg i.p. daily x 5 being equitoxic schedules in nude mice bearing s.c. human tumor xenografts.	For in vivo experiments , BNP1350 was given 1.0 mg / kg i.@DRUG$ . or 1.5 @DRUG$ / kg petty officer day by day ecstasy 5 and CPT -11  mg / kg i.p. day by day ecstasy 5 being equitoxic schedules in nude mice bearing s.c. human tumor xenografts .	For in vivo experiments , BNP1350 was mg 1.0 mg / 20 kg . or 1.5 @DRUG$ / i.@DRUG$ p.o. daily kg 5 and CPT -11 x given / kg i.p. daily x 5 being equitoxic schedules in nude mice bearing s.c. human tumor xenografts .	For in vivo experiments , BNP1350 was given 1.0 mg / kg i.@DRUG$ . or 1.5 @DRUG$ / kg daily x 5 and CPT -11 20 mg / i.p. daily x 5 being equitoxic schedules in nude mice bearing s.c. human tumor xenografts .	For in vivo experiments, BNP1350 was given 1.0 mg/kg i.@DRUG$. or 1.5 @DRUG$/kg p.o. daily x 5 and CPT-11 20 mg/kg i.p. daily x 5 being equitoxic schedules	0
0	Other adverse events were reported in 1 subject each: dizziness (@DRUG$ 100 mg), syncope (alogliptin 200 mg), constipation (alogliptin 200 @DRUG$), viral infection (alogliptin 400 mg), hot flush (placebo), and nausea (placebo).	Other adverse outcome were reported in 1 dependent each : dizziness ( @DRUG$ 100 mg ) , deliquium ( alogliptin 200 mg ) , constipation ( alogliptin 200 @DRUG$ ) , viral infection ( alogliptin 400 mg ) , live flush ( placebo ) , and sickness ( placebo ) .	Other adverse syncope were reported in 1 flush each : dizziness ( @DRUG$ 100 mg ) , ( infection alogliptin 200 mg ) , constipation ( alogliptin 200 @DRUG$ ) , viral , events alogliptin 400 mg ) , hot subject ( placebo ) ( and nausea ( placebo ) .	Other adverse events were reported in 1 each : dizziness ( @DRUG$ 100 mg ) , ( alogliptin 200 mg ) , constipation ( alogliptin 200 @DRUG$ ) , viral ( alogliptin 400 mg ) , hot flush ( placebo ) , and nausea ( placebo ) .	Adverse events were reported in 1 subject each : dizziness ( @DRUG$ 100 mg ) , syncope ( alogliptin 200 mg ) , constipation ( alogliptin 200 mg @DRUG$ ) , viral infection ( alogliptin 400 mg ) , hot flush ( placebo	0
0	In the tissue of the tonsil there were proved levels which were definitely above the @DRUG$ 90 (MIC = minimum inhibitory concentration) known for the clinically relevant germs for cefotiam after 30 min up to 2 h, for cefuroxime axetil after only 2 h. Considering the distribution areas, the capacity of the protein binding and the microbiological measuring methods, one can expect an efficient antibiotic coverage after an intravenous one-shot bolus injection of 1 g cefotiam from 30 min to 4 h and after oral application of 250 mg cefuroxime axetil on an empty stomach from 1 to 6 h. Because of the short duration of a tonsillectomy and the serum and tonsil tissue kinetics cefotiam and @DRUG$ axetil are suitable for the perioperative antibiotic prophylaxis of high-risk patients.	In the tissue of the tonsil there were proved levels which were definitely above the @DRUG$ 90 ( MIC = minimum inhibitory concentration ) known for the clinically relevant microbe for cefotiam after 30 min dialect up to 2 h , for ceftin axetil after only 2 h. Considering the distribution expanse , the capability of the protein constipate and the microbiological measuring methods , one can expect an effective antibiotic drug reportage after an endovenous one - shot bolus injection of 1 gib cefotiam from 30 min dialect to 4 h and after oral application of 250 mg ceftin axetil on an empty stomach from 1 to 6 h. Because of the shortstop duration of a tonsillectomy and the serum and tonsil tissue kinetics cefotiam and @DRUG$ axetil are suitable for the perioperative antibiotic drug prophylaxis of high- run a risk patients .	In the microbiological of the tonsil there were proved levels which were definitely above the bolus 90 ( MIC serum minimum inhibitory concentration ) known from the clinically relevant germs for cefotiam after one min up to 2 h measuring risk expect axetil after only 2 h. @DRUG$ the distribution areas mg the capacity of the protein binding , the tissue and methods , 30 can cefuroxime an efficient antibiotic coverage after an intravenous one - shot Considering injection of 1 g cefotiam from 30 min to 4 h and after oral application of 250 , cefuroxime axetil on an empty stomach for 1 to 6 h. Because of the short duration of = tonsillectomy and the of and tonsil tissue kinetics cefotiam and @DRUG$ axetil are suitable for the perioperative antibiotic prophylaxis a high- for patients .	In the tissue of the were proved levels which definitely above the @DRUG$ 90 ( MIC = minimum inhibitory concentration ) known for the clinically relevant germs cefotiam after 30 up to 2 h , for axetil after only 2 h. Considering the distribution areas , the capacity of the protein binding and the microbiological measuring methods , one can expect an efficient antibiotic coverage after intravenous one - shot bolus injection of 1 g from 30 min to h and after oral application of 250 cefuroxime axetil an empty stomach from 1 to h. Because the short duration a tonsillectomy and the and tonsil tissue kinetics cefotiam and @DRUG$ axetil are suitable for the perioperative antibiotic prophylaxis of high- risk .	The levels of @DRUG$ in the tissue of the tonsil were found to be above the minimum inhibitory concentration (MIC) for clinically relevant germs known to be susceptible to cefotiam after 30 minutes up to 2 hours. Considering the distribution areas, the capacity of the protein binding and	1
0	Based on two- and four-week measurements, the mean fall from baseline (pre-dose) in oestradiol level was 79% and 58% in the @DRUG$ and @DRUG$ groups, respectively (P = 0.0001).	Based on  - and four-week measuring , the mean fall from baseline ( pre-dose ) in oestradiol level was 79 % and 58 % in the @DRUG$ and @DRUG$ grouping , respectively ( P = 0.0001 ) .	% on two - and four-week measurements , the mean fall from baseline ( pre-dose ) in oestradiol level was 79 % and the Based in 58 @DRUG$ respectively @DRUG$ groups , and ( P = 0.0001 ) .	Based on two - four-week measurements , the mean fall from ( pre-dose ) in oestradiol level 79 % and 58 % in the @DRUG$ and @DRUG$ groups , ( P = 0.0001 ) .	The mean fall from baseline in oestradiol level was 79% in the @DRUG$ group, and 58% in the @DRUG$ group.	0
0	@DRUG$ 3500 IU/day started postoperatively was @DRUG$ effective as enoxaparin 4000 IU/day started preoperatively in total knee arthroplasty, with a trend towards a lower rate of proximal deep vein thrombosis (DVT), pulmonary embolism and symptomatic VTE.	@DRUG$ 3500 IU / day commence postoperatively was @DRUG$ effective as enoxaparin 4000 IU / day commence preoperatively in total knee arthroplasty , with a tendency towards a lower rate of proximal thick vein thrombosis ( DVT ) , pneumonic embolism and symptomatic VTE .	@DRUG$ 3500 ( / day started postoperatively was @DRUG$ effective as enoxaparin 4000 IU / rate started preoperatively in total knee arthroplasty , a with pulmonary towards a lower day of proximal deep vein thrombosis IU DVT ) , trend embolism and symptomatic VTE .	@DRUG$ 3500 IU / day started postoperatively was @DRUG$ effective as enoxaparin 4000 IU / day started in total knee arthroplasty , with trend towards a lower rate of proximal deep vein thrombosis ( DVT ) , pulmonary embolism and symptomatic VTE .	@DRUG$ was effective as @DRUG$ in preventing DVT, pulmonary embolism, and symptomatic VTE in total knee arthroplasty.	0
0	In Japan, recombinant bFGF, also known @DRUG$ @DRUG$, has been administered for intractable skin ulcer for its strong effect on tissue granulation.	In Japan , recombinant bFGF , besides known @DRUG$ @DRUG$ , has been administered for intractable skin ulcer for its strong effect on weave granulation .	In Japan , recombinant bFGF , also tissue @DRUG$ @DRUG$ , has been administered for intractable skin ulcer for its strong effect on known granulation .	In Japan , recombinant bFGF , also @DRUG$ @DRUG$ , has been administered for intractable skin ulcer for its strong effect on tissue granulation .	@DRUG$ is a protein that is used to stimulate tissue growth, and is often used to treat skin ulcers. @DRUG$ is a protein that is similar to DRUGA, and is also used to stimulate tissue growth.	0
0	In rats, @DRUG$ treatment (50 mg/kg bw/@DRUG$) significantly induced pentoxyresorufin O-dealkylation (PROD), benzyloxyresorufin O-dealkylation (BROD), and ethoxyresorufin O-dealkylation (EROD) hepatic microsomal activities.	In denounce , @DRUG$ treatment (  mg / kg bioattack / @DRUG$ ) significantly induced pentoxyresorufin O-dealkylation ( PROD ) , benzyloxyresorufin O-dealkylation ( BROD ) , and ethoxyresorufin O-dealkylation ( EROD ) hepatic microsomal activities .	EROD rats , @DRUG$ treatment ethoxyresorufin 50 mg / kg bw , @DRUG$ ) significantly induced pentoxyresorufin O-dealkylation ( PROD ) , benzyloxyresorufin O-dealkylation ( BROD ) / and ( O-dealkylation ( In ) hepatic microsomal activities .	In rats , @DRUG$ treatment ( 50 mg kg / @DRUG$ ) significantly induced pentoxyresorufin O-dealkylation PROD ) , benzyloxyresorufin O-dealkylation ( BROD ) and ethoxyresorufin O-dealkylation ( EROD hepatic microsomal activities .	The administration of @DRUG$ (50 mg/kg body weight) to rats significantly induced the activities of the enzymes pentoxyresorufin O-dealkylation, benzyloxyresorufin O-dealkylation, and ethoxyresorufin O-de	1
1	Quinupramine decreased locomotor activity in mice, but potentiated @DRUG$-induced hyperactivity to a greater degree than imipramine and @DRUG$.	Quinupramine decreased locomotive activity in computer mouse , but potentiated @DRUG$ - induced hyperactivity to a greater degree than imipramine and @DRUG$ .	than decreased locomotor activity greater mice , but potentiated @DRUG$ - induced hyperactivity to a in degree Quinupramine imipramine and @DRUG$ .	Quinupramine decreased locomotor activity in mice , potentiated @DRUG$ - induced hyperactivity a greater degree than imipramine @DRUG$ .	Quinupramine decreased locomotor activity in mice, but potentiated @DRUG$-induced hyperactivity to a greater degree than imipramine and @DRUG$.	0
0	This report reviews the safety of Aluminum, @DRUG$, Lithium Magnesium, Lithium Magnesium Sodium, Magnesium @DRUG$, Magnesium, Sodium Magnesium, and Zirconium Silicates, Magnesium Trisilicate, Attapulgite, Bentonite, Fuller's Earth, Hectorite, Kaolin, Montmorillonite, Pyrophyllite, and Zeolite as used in cosmetic formulations.	This report reviews the safety of Aluminum , @DRUG$ , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium @DRUG$ , Magnesium , Sodium Magnesium , and atomic number  Silicates , Magnesium Trisilicate , Attapulgite , bentonite , Fuller 's dry land , Hectorite , Kaolin , Montmorillonite , pyrophyllite , and zeolite as used in cosmetic formulations .	This report reviews the safety of Aluminum , @DRUG$ , Lithium Magnesium , Lithium Magnesium Sodium , , @DRUG$ , Magnesium Magnesium as Magnesium Kaolin , Zirconium Silicates , Magnesium Trisilicate in Attapulgite , Bentonite , Fuller 's Earth , Hectorite , , , Montmorillonite , Pyrophyllite , and Zeolite Sodium used and cosmetic formulations .	This report reviews the of Aluminum , @DRUG$ , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium @DRUG$ , Magnesium , Sodium Magnesium , and Zirconium , Magnesium Trisilicate , Attapulgite Bentonite , Fuller 's Earth , Hectorite , , , Pyrophyllite , and Zeolite as in cosmetic formulations .	This report reviews the safety of Aluminum , @DRUG$ , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium @DRUG$ , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , Attapulgite , Bentonite ,	0
1	With the advent of pharmaceutical cannabis-based medicines (Sativex/@DRUG$ and Epidiolex), and liberalisation of access in certain nations, this ignorance of @DRUG$ pharmacology and therapeutics has become untenable.	With the advent of pharmaceutical cannabis-based medicines ( Sativex / @DRUG$ and Epidiolex ) , and liberalisation of get at in certain land , this ignorance of @DRUG$ pharmacology and therapeutics has become indefensible .	With the advent of pharmaceutical cannabis-based medicines liberalisation Sativex / @DRUG$ and Epidiolex ) , and therapeutics of access in certain nations , and ignorance of @DRUG$ pharmacology this ( has become untenable .	With the advent of pharmaceutical cannabis-based medicines ( Sativex / @DRUG$ and Epidiolex ) , and liberalisation of access nations , this ignorance of @DRUG$ pharmacology and therapeutics has become untenable .	With the advent of pharmaceutical cannabis-based medicines ( Sativex / @DRUG$ and Epidiolex ) , and liberalisation of access in certain nations , people are becoming more aware of the pharmacology and therapeutics of cannabis-based medicines.	1
0	@DRUG$ is effective against all species of @DRUG$ coccidia when tested in short-term battery cage experiments.	@DRUG$ is effective against all species of @DRUG$ coccidia when time tested in short - term battery cage experiments .	@DRUG$ is effective against all species of @DRUG$ coccidia when short in tested - term battery cage experiments .	@DRUG$ is effective against all species of @DRUG$ coccidia when tested in - term battery cage experiments .	@DRUG$ is effective against all species of @DRUG$ coccidia when tested in short - term battery cage experiments ."DRUGA is effective against all species of DRUGB coccidia when tested in short - term battery cage experiments.	0
0	Selective antagonists at @DRUG$ @DRUG$(2)-like receptors, alpha(1)-adrenoceptors, alpha(2)-adrenoceptors, or muscarinic receptors were not able to antagonize the effects of mCPP in either assay.	selective antagonists at @DRUG$ @DRUG$ ( 2 ) - the likes of receptors , alpha ( 1 ) - adrenoceptors , alpha ( 2 ) - adrenoceptors , or muscarinic receptors were not able to antagonize the force of mCPP in either try .	Selective antagonists able @DRUG$ @DRUG$ ( 2 ) - like receptors , alpha ( 1 ) - adrenoceptors , alpha ( 2 of - adrenoceptors , or muscarinic receptors were not in to antagonize the effects ) mCPP at either assay .	Selective antagonists at @DRUG$ @DRUG$ ( 2 ) - like , alpha ( 1 ) - adrenoceptors 2 ) - adrenoceptors , or muscarinic receptors were not able to antagonize the effects of either assay .	Selective antagonists at @DRUG$ @DRUG$ ( 2 ) - like receptors , alpha ( 1 ) - adrenoceptors , alpha ( 2 ) - adrenoceptors , or muscarinic receptors were not able to antagonize the effects of mCPP in either assay .	0
0	This elevation was abolished after pretreatment with a selective @DRUG$ reuptake inhibitor (fluoxetine; 10 @DRUG$/kg i.v.), although brain 5-HT levels remained augmented.	This elevation was get rid of after pretreatment with a selective @DRUG$ reuptake inhibitor ( fluoxetine ; 10 @DRUG$ / kg i.v. ) , although einstein 5 - HT tear down remained augmented .	This a was abolished augmented pretreatment with elevation brain @DRUG$ reuptake inhibitor ( fluoxetine ; 10 @DRUG$ / kg i.v. ) , although selective 5 - HT levels remained after .	This elevation was abolished after pretreatment with a selective @DRUG$ reuptake inhibitor ( fluoxetine ; @DRUG$ kg i.v. ) , brain 5 - HT levels remained augmented .	When @DRUG$ is present in the brain, @DRUG$ levels are increased. However, when DRUGA is blocked by a drug like fluoxetine, DRUGB levels return to normal.	0
0	CONCLUSIONS: Selective COX 2 inhibitors are associated with a moderate increase in the risk of vascular events, @DRUG$ are high dose regimens of @DRUG$ and diclofenac, but high dose naproxen is not associated with such an excess.	CONCLUSIONS : Selective COX  inhibitors are associate with a moderate addition in the risk of vascular events , @DRUG$ are high venereal disease regimens of @DRUG$ and diclofenac , but high venereal disease naproxen is not associate with such an excess .	CONCLUSIONS : Selective COX 2 vascular are associated but a risk increase in the moderate dose inhibitors events , @DRUG$ are high of regimens of @DRUG$ and diclofenac , with high dose naproxen is not associated with such an excess .	CONCLUSIONS Selective COX 2 inhibitors with a moderate increase in the risk of vascular events , @DRUG$ are high dose regimens of @DRUG$ and diclofenac , but high dose naproxen is not with excess .	Selective COX 2 inhibitors are associated with a moderate increase in the risk of vascular events," while "high dose naproxen is not associated with such an excess.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (@DRUG$ 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, @DRUG$-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially uncommitted viva voce and injectable solvent formulations let out that the solubilizing excipients include water - soluble constitutional solvents ( @DRUG$ 300 , polythene ethanediol  , grain alcohol , propylene ethanediol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetter ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polythene ethanediol 1000 succinate , polysorbate  , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of pegleg 300 ,  , or 1750 ) , water - insoluble lipids ( alpha geminorum oil colour , corn oil colour , cottonseed oil colour , olive oil colour , earthnut oil colour , peppermint oil colour , safflower oil colour , sesame oil colour , soybean oil colour , hydrogenated vegetable petroleum , hydrogenated soybean oil colour , and medium- chain of mountains triglycerides of cocos nucifera oil colour and palm seed oil colour ) , constitutional liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic acid , medium- chain of mountains mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soybean phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of palm available triglycerides and injectable solution formulations reveals oil the solubilizing excipients non-ionic water ) soluble organic solvents ( @DRUG$ 300 , polyethylene glycol 400 - ethanol , propylene glycol , polysorbate , N-methyl beta-cyclodextrin 2 , pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) succinate include surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor oleic 60 , d-alpha-tocopherol polyethylene glycol 1000 , , glycerin 20 , polysorbate 80 , Solutol HS 15 , various monooleate , poloxamer insoluble , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol commercially Gellucire 44/14 , Softigen 767 , and mono- and di-fatty olive esters of PEG 300 , 400 , phospholipids 1750 ) , water - peanut lipids ( castor oil - corn oil , cottonseed oil , acid oil , 407 oil , peppermint oil , safflower oil , sesame , , soybean that , hydrogenated vegetable oils oil hydrogenated soybean oil , and medium- chain oral of coconut , and , seed oil - , organic liquids / semi-solids ( beeswax , @DRUG$ , alpha-tocopherol , RH acid , medium- chain mono- and diglycerides ) , sorbitan cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - - ) , and or ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine oil L-alpha-dimyristoylphosphatidylglycerol ) .	A review commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( @DRUG$ 300 polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 and and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water lipids ( castor oil , corn oil , cottonseed oil olive oil , oil peppermint oil , safflower oil , sesame oil , soybean vegetable oils hydrogenated oil , and medium- triglycerides of coconut oil and palm seed oil , organic liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , beta-cyclodextrin and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents (such as polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl - 2 - pyrrolid	1
0	In the large, randomised, multicentre INVEST (INternational @DRUG$ SR/trandolapril STudy), a verapamil SR-based treatment strategy that included trandolapril in most patients was as effective as an atenolol-based treatment strategy in reducing the risk of the primary outcome (first occurrence of death [all-cause], nonfatal myocardial infarction [MI] or nonfatal stroke) in patients with hypertension and coronary artery disease (CAD) and was @DRUG$ well tolerated.	inwards the large , randomized , multicentre INVEST ( outside @DRUG$ SR / trandolapril STudy ) , a isoptin SR - based intervention strategy that included trandolapril in most patients was as effective as an atenolol - based intervention strategy in reducing the risk of the primary outcome ( initiatory occurrence of death [ all - cause ] , nonfatal myocardial infarction [ air mile ] or nonfatal diagonal ) in patients with hypertension and coronary artery disease ( CAD ) and was @DRUG$ well tolerated .	In the large , randomised , SR INVEST ( INternational @DRUG$ SR / trandolapril STudy coronary , a cause risk - based treatment strategy that included trandolapril in most patients was as effective ( an as - based treatment strategy in reducing the multicentre of the primary outcome ( first occurrence ) death [ all - verapamil ] , nonfatal myocardial infarction [ MI ] or nonfatal stroke of in patients with hypertension and ) artery disease atenolol CAD ) and was @DRUG$ well tolerated .	In the large , randomised multicentre INVEST ( INternational @DRUG$ SR trandolapril STudy ) , a verapamil SR - based treatment strategy that included in patients was as effective as an atenolol - based treatment in reducing risk of the primary outcome ( first occurrence of death [ all - cause ] , nonfatal myocardial infarction [ MI ] or nonfatal stroke ) in patients with hypertension coronary artery disease ( CAD ) and was @DRUG$ well tolerated .	In the large study, a verapamil SR-based treatment strategy that included trandolapril in most patients was as effective as an atenolol-based treatment strategy in reducing the risk of the primary outcome (first occurrence of death [all-cause], nonfatal my	1
0	The kinetics of perindoprilat were dose dependent with the apparent volume of distribution (V/F) varying from 920 @DRUG$ at a dose of 3.1 mg of perindoprilat to 470 L at a dose of 12.3 @DRUG$, in normal volunteers.	The kinetics of perindoprilat were dose dependent with the plain bulk of distribution ( V/ F ) varying from 920 @DRUG$ at a dose of 3.1 magnesium of perindoprilat to 470 L at a dose of 12.3 @DRUG$ , in formula volunteers .	The kinetics of distribution were 3.1 dependent with the apparent volume of ) ( V/ F perindoprilat varying from 920 @DRUG$ 470 a dose of dose mg of perindoprilat to at L at a dose of 12.3 @DRUG$ , in normal volunteers .	The kinetics of perindoprilat were dose dependent with the apparent volume of distribution ( V/ F varying 920 @DRUG$ at dose of 3.1 mg of perindoprilat to 470 L at a dose of 12.3 @DRUG$ , normal volunteers .	The kinetics of perindoprilat were dose dependent with the apparent volume of distribution ( V/ F ) varying from 920 @DRUG$ at a dose of 3.1 mg of perindoprilat to 470 L at a dose of 12.3 @DRUG$ , in normal volunteers	0
0	At 2 mg/kg/day, @DRUG$ significantly increased eNOS mRNA and protein compared with untreated hearts, and conversely decreased iNOS mRNA and protein, @DRUG$ well as nitrite production after ischemia-reperfusion.	At two mg / kilogram / day , @DRUG$ significantly increased eNOS mRNA and protein compared with untreated hearts , and conversely decreased iNOS mRNA and protein , @DRUG$ substantially as nitrite production after ischemia-reperfusion .	At 2 mg / kg / day nitrite @DRUG$ significantly increased eNOS mRNA and protein compared with untreated hearts , and conversely decreased iNOS mRNA well protein , @DRUG$ and as , production after ischemia-reperfusion .	At 2 / kg / , @DRUG$ significantly increased eNOS mRNA protein compared with untreated , and conversely decreased iNOS mRNA and protein , @DRUG$ well nitrite production after ischemia-reperfusion .	At 2 mg / kg / day, @DRUG$ significantly increased eNOS mRNA and protein compared with untreated hearts, and conversely decreased iNOS mRNA and protein, @DRUG$ well as nitrite production after ischemia-reperfusion.	0
0	Affinity at the mu opioid receptor correlated with antinociceptive potency (@DRUG$ = 0.87, @DRUG$ < .05).	Affinity at the mu opioid receptor correlated with antinociceptive potency ( @DRUG$ = 0.87 , @DRUG$ < .05 ) .	Affinity at the ( opioid receptor correlated 0.87 antinociceptive potency mu @DRUG$ = with , @DRUG$ < .05 ) .	Affinity at the mu opioid receptor correlated antinociceptive potency @DRUG$ = 0.87 , @DRUG$ < .	The higher the affinity of a drug at the mu opioid receptor, the more potent it is in reducing pain.	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, @DRUG$, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; @DRUG$ tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This take center on the following option of do drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , faecal matter - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , nought ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( trip ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , @DRUG$ , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( man ) ; hMaxi -K , man papillomavirus vaccine ; Imatinib mesylate , indiplon , i ( i131 ) tositumomab , irofulven , ISS - 1018 ; @DRUG$ tartrate , l dopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - 2 b complex vitamin , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort elicit , sunitinib malate ; cialis , tanaproget , taxus , tiotropium banality , treprostinil atomic number  ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following dutasteride of drugs : AAV - - , hydrobromide Nemifitide , , doxorubicin hydrochloride ; beta-Methyl-6-chloromelatonin , b ; 214662 , dipropionate , bosentan ; Pegfilgrastim / betamethasone tositumomab , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin acetate darbepoetin alfa , darifenacin aprepitant , desloratadine , Dexamet , drospirenone , drospirenone / , gestodene drotrecogin alfa ( activated ) , duloxetine ghrelin nesiritide selection ; Ecogramostim , @DRUG$ , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , , , hydrochloride ( human ) ( hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine NGFbeta i131 ) bortezomib , irofulven , ISS hydrochloride 1018 ; @DRUG$ tartrate , levodopa / carbidopa / entacapone ethinylestradiol liposomal atomoxetine ; , ditriflutate , , ; Omalizumab ; Calcipotriol , peginterferon alfa - 2a , peginterferon alfa - 2 BMS aripiprazole phVEGF - A165 , pimecrolimus , pramlintide , ; Rasburicase , rimonabant hydrochloride Wort Satraplatin , St. John's ; extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil - hydrate ; Ximelagatran ; Zileuton .	This issue on the following selection of drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / dipropionate , , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , , , drospirenone / ethinylestradiol , drotrecogin alfa activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , @DRUG$ ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , papillomavirus vaccine Imatinib , indiplon iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; @DRUG$ tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - , peginterferon alfa - 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort , sunitinib ; Tadalafil , tanaproget , Taxus , tiotropium bromide treprostinil sodium ; Valdecoxib vardenafil hydrochloride Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	A HPLC method with diode-array detection, at 265 nm, was developed and validated for the determination of ten sulfonamides (SAs): sulfadiazine (SDZ), sulfathiazine (STZ), sulfamethoxine (SMTH), sulfamethizole (SMZ), sulfamethoxypyridazine (SMPZ), sulfamonomethoxine (SMMX), sulfamethoxazole (SMXZ), sulfisoxazole (SIX), sulfadimethoxine (SDMX), and @DRUG$ (SQX) in @DRUG$.	A HPLC method acting with diode-array signal detection , at 265 nanometer , was recrudesce and validated for the determination of x sulfonamides ( sturmabteilung ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX ) , sulfamethoxazole ( SMXZ ) , sulfisoxazole ( hexad ) , sulfadimethoxine ( SDMX ) , and @DRUG$ ( SQX ) in @DRUG$ .	A HPLC method ( diode-array detection the at 265 nm , sulfadiazine developed and validated for , ( of SIX sulfonamides determination SAs ) : was ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine SMMX SMTH ) , sulfamethizole ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( ) ) , sulfamethoxazole with SMXZ ) , sulfisoxazole ( ten ) , sulfadimethoxine ( SDMX ) , and @DRUG$ ( SQX ( in @DRUG$ .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs : ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX ) , sulfamethoxazole ( SMXZ ) , sulfisoxazole ( SIX ) , sulfadimethoxine ( SDMX ) , and @DRUG$ ( SQX ) @DRUG$ .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH )	1
1	A new liquid chromatography-tandem mass spectrometry (LC-MS/MS) method, performed by electrospray ionization in positive mode using a triple quadrupole mass spectrometry, has been developed and validated for the simultaneous determination of bortezomib (BORT), dasatinib (DASA), imatinib (IMAT), nilotinib (NILO), @DRUG$ (ERLO), @DRUG$ (LAPA), sorafenib (SORA), sunitinib (SUNI) and vandetanib (VAND) in human plasma.	axerophthol new liquid chromatography - tandem mass spectrometry ( LC - meter / meter ) method acting , do by electrospray ionization in positivistic modal value employ a triple quadrupole mass spectrometry , has been developed and validated for the simultaneous conclusion of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) , nilotinib ( NILO ) , @DRUG$ ( ERLO ) , @DRUG$ ( LAPA ) , sorafenib ( SORA ) , sunitinib ( SUNI ) and vandetanib ( VAND ) in human plasma .	A ) spectrometry chromatography - tandem mass spectrometry simultaneous LC - MS / MS ) method , performed by electrospray ionization quadrupole positive ) new a triple in mass liquid , , been developed and validated for the ( determination of bortezomib ( BORT ) , dasatinib ( DASA using , imatinib ( IMAT mode has nilotinib ( ) ) , @DRUG$ ( ERLO ) , @DRUG$ ( LAPA NILO , sorafenib ( SORA ) , sunitinib ( SUNI ) and vandetanib ( VAND ) in human plasma .	A new liquid chromatography - tandem mass ( LC - MS / MS ) method , performed electrospray ionization in positive mode using a triple quadrupole mass spectrometry , has been developed and validated for the simultaneous determination of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) nilotinib ( ) , @DRUG$ ERLO ) @DRUG$ ( LAPA ) , ( SORA ) , sunitinib ( SUNI ) and vandetanib ( VAND ) in human plasma .	A new liquid chromatography - tandem mass spectrometry ( LC - MS / MS ) method has been developed and validated for the simultaneous determination of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) , nilotinib	1
0	Total cholesterol and low-density lipoprotein-@DRUG$ increased in methylprednisone-treated patients by 9.9% (P<0.05) and 12.5% (@DRUG$<0.025).	Total cholesterol and low density lipoprotein-@DRUG$ increased in methylprednisone-treated affected role by 9.9 % ( P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) .	Total cholesterol by low-density lipoprotein-@DRUG$ increased in methylprednisone-treated patients and 9.9 % ( P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) .	cholesterol and low-density lipoprotein-@DRUG$ increased in methylprednisone-treated patients by 9.9 % P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) .	Total cholesterol and low-density lipoprotein-@DRUG$ increased in methylprednisone-treated patients by 9.9 % ( P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) ."In other words, when DRUGA is	0
0	Blood pressure (BP) and glucose, creatinine (Cr), blood @DRUG$ nitrogen (BUN), superoxide dismutase (SOD), malondialdehyde (@DRUG$) microalbumin and urinary protein concentrations were measured.	Blood pressure ( BP ) and glucose , creatinine ( Cr ) , blood @DRUG$ nitrogen ( roll ) , superoxide dismutase ( SOD ) , malondialdehyde ( @DRUG$ ) microalbumin and urinary protein assiduity were mensural .	Blood pressure ( BUN ) and glucose , ( ( Cr ) , blood @DRUG$ nitrogen ( BP ) , were dismutase creatinine SOD ) , malondialdehyde ( @DRUG$ ) microalbumin and urinary protein concentrations superoxide measured .	Blood pressure ( BP ) and glucose , creatinine ( Cr ) , blood @DRUG$ nitrogen ( BUN ) , superoxide dismutase ( SOD ) , malondialdehyde ( @DRUG$ ) microalbumin and urinary protein concentrations were measured .	The blood pressure and glucose levels, as well as the levels of creatinine, blood nitrogen, superoxide dismutase, malondialdehyde, microalbumin, and urinary protein were measured.	1
0	Examination of faecal samples taken from 7-month-old breeding gilts with diarrhoea revealed the presence of resistance against tiamulin, @DRUG$, tylosin, doxycycline, and @DRUG$ (the active substance in Aivlosin) in four of five samples.	Examination of faecal samples call for from 7 - month- sometime breeding gilts with diarrhoea revealed the presence of resistance against tiamulin , @DRUG$ , tylosin , vibramycin , and @DRUG$ ( the active meat in Aivlosin ) in four of five samples .	faecal of breeding samples taken from 7 - month- old Examination gilts with diarrhoea revealed five presence of resistance against tiamulin , @DRUG$ , tylosin , doxycycline , and @DRUG$ of the active substance in Aivlosin ) in four ( the samples .	Examination of faecal samples taken from 7 - month- old breeding gilts with diarrhoea revealed presence of resistance against tiamulin @DRUG$ , tylosin , , and @DRUG$ ( the active substance in Aivlosin ) in four of five samples .	The presence of resistance against tiamulin, @DRUG$, tylosin, doxycycline, and @DRUG$ was found in four of five faecal samples taken from 7 - month- old breeding gilts with diarrhoea.	0
0	In summary, the distinct clinical outcomes of zaleplon, zolpidem, @DRUG$ and eszopiclone may be explained by each drug's unique @DRUG$(A) receptor subunit selectivity and pharmacokinetic profile.	In summary , the distinct clinical outcomes of zaleplon , zolpidem , @DRUG$ and eszopiclone may be explained by each drug 's unique @DRUG$ ( A ) sensory receptor fractional monetary unit selectivity and pharmacokinetic visibility .	subunit summary , the distinct clinical outcomes of zaleplon , zolpidem and @DRUG$ and eszopiclone may be explained by unique drug 's each @DRUG$ ( A ) receptor In selectivity , pharmacokinetic profile .	In summary , the distinct clinical outcomes of zaleplon , zolpidem , @DRUG$ and eszopiclone may be explained by drug 's unique @DRUG$ ( ) receptor subunit selectivity and pharmacokinetic profile .	Zaleplon, zolpidem, and eszopiclone all bind to the same @DRUG$ receptor subunit, but they have different pharmacokinetic profiles (how they are absorbed, distributed, and eliminated from the body), which results in different clinical outcomes.	1
0	There was a dose-dependent increase in @DRUG$ plasma levels with a tmax between 2-4 hours post-drug and cmax: 6.9, 14.8 and 19.6 @DRUG$/ml for the 3 doses, respectively and a slow decline thereafter.	at that place was a dose-dependent increase in @DRUG$ plasma levels with a tmax between 2 - quaternion hours post-drug and cmax : 6.9 , 14.8 and 19.6 @DRUG$ / ml for the tercet doses , respectively and a slow fall thereafter .	hours was a dose-dependent increase in @DRUG$ plasma levels with a tmax between 2 and 4 There post-drug and cmax : 6.9 and 14.8 - 19.6 @DRUG$ / ml for the 3 respectively , doses , a slow decline thereafter .	There was a dose-dependent increase in @DRUG$ plasma levels with a tmax between 4 post-drug and cmax 6.9 , 14.8 and 19.6 @DRUG$ / ml for the 3 doses , and a slow decline thereafter .	The higher the dose of @DRUG$, the higher the levels of @DRUG$ in the blood.	0
0	Therefore, insulin detemir and NN344 seem to be as well suited @DRUG$ @DRUG$ for once-daily administration in type 2 diabetes.	Therefore , insulin detemir and NN344 seem to be as substantially suited @DRUG$ @DRUG$ for once-daily administration in typewrite 2 diabetes .	Therefore , insulin NN344 and detemir seem for be as well suited @DRUG$ @DRUG$ to once-daily administration in type 2 diabetes .	Therefore insulin detemir and NN344 seem as suited @DRUG$ @DRUG$ for once-daily administration in 2 diabetes .	Insulin detemir and NN344 seem to be just as good as each other for once-daily administration in type 2 diabetes.	1
0	Parenteral @DRUG$ is used @DRUG$ a secondary agent that shows 95% effectiveness but its toxicity and high cost of even the well tolerated liposomal complex precludes its wide use in the developing countries, where the disease is present in epidemic proportions.	Parenteral @DRUG$ is used @DRUG$ a secondary agent that picture 95 % effectiveness but its toxicity and high be of even the well abide liposomal complex precludes its wide habituate in the developing countries , where the disease is present in epidemic proportions .	Parenteral @DRUG$ is used @DRUG$ in secondary agent present shows 95 % effectiveness but its toxicity and high cost of even the well tolerated epidemic complex precludes its wide use in the developing countries , liposomal the disease is that a where proportions .	Parenteral @DRUG$ is used @DRUG$ a secondary agent that shows 95 effectiveness its toxicity and high cost of even the well tolerated complex its wide use in the developing countries , where the disease in epidemic proportions	Parenteral @DRUG$ is used as a secondary agent to treat @DRUG$, which is 95% effective but has high toxicity and is expensive.	0
0	Fifteen healthy volunteers (8 males, 7 females) were administered 0, 350, and 700 @DRUG$ of carisoprodol in separate sessions and for 6h afterwards they completed a battery of tests at fixed time intervals so @DRUG$ to assess the subjective and psychomotor effects of the drug.	Fifteen healthy volunteers ( octet males , seven females ) were administered 0 , 350 , and 700 @DRUG$ of carisoprodol in separate sessions and for 6h afterward they completed a battery of tests at fixed time intervals so @DRUG$ to measure the immanent and psychomotor effects of the drug .	Fifteen healthy volunteers ( time males , 7 females ) were administered 0 , fixed , and 700 @DRUG$ of carisoprodol in separate sessions and for 6h afterwards they completed a battery of tests drug the 8 intervals so @DRUG$ to assess the subjective and psychomotor 350 of effects at .	Fifteen healthy volunteers ( 8 males , 7 females ) were administered 0 , 350 , and 700 @DRUG$ of carisoprodol in separate sessions and for 6h afterwards they completed a of tests at fixed time intervals so @DRUG$ to assess the subjective and psychomotor effects the drug .	Fifteen healthy volunteers ( 8 males , 7 females ) were administered 0 , 350 , and 700 @DRUG$ of carisoprodol in separate sessions and for 6h afterwards they completed a battery of tests at fixed time intervals so @DRUG$ to assess the subjective and psychomotor effects of	0
0	Comparative evaluation of positron emission tomography radiotracers for imaging the norepinephrine transporter: (S,S) and (@DRUG$,R) enantiomers of reboxetine analogs ([11C]methylreboxetine, 3-Cl-[11C]methylreboxetine and [18F]fluororeboxetine), (R)-[11C]nisoxetine, [11C]oxaprotiline and [11C]@DRUG$.	comparative evaluation of antielectron discharge tomography radiotracers for imaging the norepinephrine conveyer belt : ( S,S ) and ( @DRUG$ , R ) enantiomers of edronax analogs ( [ 11C ] methylreboxetine , 3 - one hundred fifty - [ 11C ] methylreboxetine and [ 18F ] fluororeboxetine ) , ( R ) -[ 11C ] nisoxetine , [ 11C ] oxaprotiline and [ 11C ] @DRUG$ .	Comparative evaluation of ] ) tomography radiotracers for imaging the [ transporter : ( S,S ) Cl ( @DRUG$ , R ) enantiomers ( reboxetine analogs ( [ 11C emission methylreboxetine , 3 - and - norepinephrine 11C ] methylreboxetine and [ 18F ] fluororeboxetine ] , of R ) -[ 11C ] nisoxetine , [ 11C positron oxaprotiline and [ 11C ] @DRUG$ .	Comparative evaluation positron emission tomography radiotracers for norepinephrine transporter : S,S ) and ( @DRUG$ , R ) enantiomers of reboxetine ( [ 11C ] methylreboxetine , 3 Cl - [ 11C ] methylreboxetine [ 18F fluororeboxetine , ( R ) -[ 11C ] nisoxetine , [ 11C ] oxaprotiline and 11C ] @DRUG$	The ( S,S ) and ( @DRUG$ , R ) enantiomers of reboxetine analogs are comparably evaluated for their potential as radiotracers for imaging the norepinephrine transporter , while ( R ) -[ 11C ] nisoxetine and	1
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, enalapril 10 or 20 @DRUG$/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, nitrendipine 20 mg/@DRUG$, perindopril 4 mg/d, and verapamil ER 120 to 240 mg/d.	In comparative trials in the management of hypertension , trandolapril 1 to 4 mg /d was statistically indistinguishable from or higher ranking to captopril century mg /d , enalapril ten or 20 @DRUG$ / vitamin d , esidrix ( HCTZ ) 25 mg /d , procardia ER 30 or 40 mg /d , nitrendipine 20 mg / @DRUG$ , perindopril 4 mg /d , and verapamil ER one hundred twenty to 240 mg/d .	In comparative trials in the management of hypertension , trandolapril hydrochlorothiazide to 4 mg /d was statistically captopril , or superior to indistinguishable 100 mg /d , 30 10 / 20 @DRUG$ or d from mg ( HCTZ nifedipine 25 mg /d , ) ER enalapril or 40 mg /d , nitrendipine 20 mg / @DRUG$ , perindopril 4 1 /d , and verapamil ER 120 to 240 mg/d .	comparative trials in the management of hypertension , 1 to 4 mg /d statistically indistinguishable from superior to captopril 100 mg /d , enalapril 10 or 20 @DRUG$ / d , hydrochlorothiazide ( HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg @DRUG$ , perindopril mg /d , and verapamil ER 120 to 240 mg/d	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
0	@DRUG$ the only new antileukemic chemotherapeutic agent to enter clinical use in the last 10 years, @DRUG$ was approved as an orphan drug with the primary indication of use in pediatric patients.	@DRUG$ the only new antileukemic chemotherapeutic agentive role to enter clinical use in the last 10 years , @DRUG$ was approved as an orphan dose with the primary indication of use in pediatric patient .	@DRUG$ the only enter antileukemic chemotherapeutic agent to new clinical use in the last 10 drug , @DRUG$ was approved as an orphan use with the primary indication of years in pediatric patients .	@DRUG$ the only new antileukemic chemotherapeutic agent to enter use in the 10 , @DRUG$ was approved as an orphan drug with the primary indication use in pediatric patients .	@DRUG$ is a new antileukemic chemotherapeutic agent that has only recently been approved for use in clinical trials, while @DRUG$ is an orphan drug that has been approved specifically for pediatric patients.	0
0	Large quantities of arsenic are introduced into the environment through land application of @DRUG$ litter containing the organoarsenical feed additive roxarsone (@DRUG$).	Large amount of arsenic are introduced into the surroundings through land application of @DRUG$ litter containing the organoarsenical feed additive roxarsone ( @DRUG$ ) .	the quantities of arsenic additive introduced into the environment through land application of @DRUG$ litter containing Large organoarsenical feed are roxarsone ( @DRUG$ ) .	Large quantities of are introduced into the environment through land of @DRUG$ litter containing the organoarsenical feed additive roxarsone ( @DRUG$ ) .	Large quantities of arsenic are introduced into the environment through the use of roxarsone, an organoarsenical feed additive that is made from @DRUG$ .	1
0	Relative Bioavailability, Intranasal Abuse Potential, and Safety of Benzhydrocodone/Acetaminophen Compared with @DRUG$ Bitartrate/@DRUG$ in Recreational Drug Abusers.	Relative Bioavailability , Intranasal Abuse Potential , and safe of Benzhydrocodone / Acetaminophen equate with @DRUG$ Bitartrate / @DRUG$ in Recreational Drug Abusers .	Relative Bioavailability , Intranasal Abuse Potential Drug and Safety of , / Acetaminophen Compared with @DRUG$ Bitartrate / @DRUG$ in Recreational Benzhydrocodone Abusers .	, Intranasal Abuse Potential , Safety Benzhydrocodone / Acetaminophen Compared with @DRUG$ Bitartrate / @DRUG$ in Recreational Drug Abusers .	Benzhydrocodone / acetaminophen is more bioavailable and has a higher abuse potential than @DRUG$ bitartrate / @DRUG$, but is also safer.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, @DRUG$; hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, @DRUG$/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This put out stress on the observe selection of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , cipher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( actuate ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem na , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , @DRUG$ ; hMaxi -K , man papillomavirus vaccinum ; Imatinib mesylate , indiplon , i ( i131 ) tositumomab , irofulven , one - 1018 ; Lasofoxifene tartrate , @DRUG$ / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce type b , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort pull up , sunitinib malate ; tadalafil , tanaproget , genus taxus , tiotropium bromide , treprostinil na ; Valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue , nesiritide the following selection of drugs : AAV darbepoetin NGFbeta , aprepitant , cetuximab , clofarabine drotrecogin ; beta-Methyl-6-chloromelatonin ethinylestradiol BMS - , , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , , , aripiprazole , ciclesonide , atomoxetine sunitinib Cypher ; Dalbavancin CEA-TRICOM - alfa , darifenacin oxalate , desloratadine , Dexamet , drospirenone , drospirenone / , , hydrochloride alfa 2 activated ) , duloxetine hydrochloride , Wort ; Ecogramostim , efalizumab , ertapenem sodium focuses escitalopram hydrobromide , eszopiclone ; Fenretinide malate Gefitinib , gestodene , @DRUG$ ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon tiotropium iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , @DRUG$ / carbidopa / entacapone , liposomal doxorubicin 214662 Nemifitide ditriflutate , on ; Omalizumab tanaproget Pegfilgrastim , peginterferon alfa b 2a , peginterferon alfa - ( - , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's dutasteride extract , , ; ; Tadalafil ; ; , Taxus , , bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following of drugs : AAV - , aprepitant , aripiprazole , atomoxetine ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , cetuximab , ciclesonide clofarabine , Cypher ; Dalbavancin , darbepoetin , hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone , drotrecogin alfa ( activated ) , hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem , escitalopram oxalate , ; Fenretinide ; Gefitinib gestodene , @DRUG$ ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , @DRUG$ carbidopa entacapone , doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , alfa - 2a , peginterferon alfa 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant , St. Wort extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium , vardenafil hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, @DRUG$, @DRUG$, oxytetracycline and tetracycline), three antiprotozoal agents (diclazuril, imidocarb and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	A summary follows of the Committee 's valuation of toxicological and rest information on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , seven antimicrobic agents ( gentamicin , ethocaine benzylpenicillin , sarafloxacin , @DRUG$ , @DRUG$ , oxytetracycline and tetracycline ) , three antiprotozoal agents ( diclazuril , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production tending ( recombinant bovid somatotropins ) and one still agent ( azaperone ) .	A summary production of ( Committee 's evaluations of toxicological drugs residue data on a variety and veterinary and moxidectin five ) , ( eprinomectin , febantel , fenbendazole , oxfendazole of : agent agents seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , @DRUG$ , @DRUG$ , oxytetracycline and tetracycline ) , three antiprotozoal agents the diclazuril , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone anthelminthic , one follows aid ( recombinant bovine somatotropins ) and one tranquilizing ) ( azaperone ) .	A summary follows of the Committee 's evaluations of toxicological residue data on a of veterinary drugs : five anthelminthic agents ( , febantel , fenbendazole , and moxidectin ) seven antimicrobial agents gentamicin procaine benzylpenicillin , sarafloxacin , @DRUG$ , @DRUG$ , oxytetracycline and tetracycline ) , three antiprotozoal agents ( diclazuril , imidocarb nicarbazin ) , glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovine somatotropins ) and one tranquilizing agent ( azaperone )	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents, seven antimicrobial agents, three antiprotozoal agents, one glucocorticosteroid, one production aid and one tranquilizing agent. Of these, five an	1
0	The drug proved highly effective in reducing P.A.S. and @DRUG$.A.@DRUG$. values and no negative influence was documented on lipid metabolism, kidney function or heart frequency.	The drug proved extremely effective in reducing P.A.S. and @DRUG$.A.@DRUG$ . values and no negative influence was documented on lipid metabolic process , kidney function or heart frequency .	The drug proved highly effective in . P.A.S. and @DRUG$.A.@DRUG$ reducing values and no negative kidney was documented on lipid metabolism , influence function or heart frequency .	The drug proved highly effective in reducing P.A.S. and @DRUG$.A.@DRUG$ . values and no negative influence was documented on metabolism kidney function or heart frequency .	The drug proved highly effective in reducing P.A.S. and @DRUG$.A.@DRUG$ . values and no negative influence was documented on lipid metabolism , kidney function or heart frequency ."The drug was effective in reducing P.A.S. and DRUGA.	0
0	Myo-inositol is the precursor of inositol triphosphate, a second messenger regulating many hormones such @DRUG$ TSH, @DRUG$ and insulin.	Myo-inositol is the precursor of inositol triphosphate , a back courier regulating many hormones such @DRUG$ TSH , @DRUG$ and insulin .	Myo-inositol is the precursor of inositol , and a second messenger regulating many hormones such @DRUG$ TSH triphosphate @DRUG$ , insulin .	Myo-inositol is the precursor of inositol triphosphate , a second messenger regulating many hormones such @DRUG$ TSH , @DRUG$ .	Myo-inositol is the precursor of inositol triphosphate, a second messenger regulating many hormones such as thyroid-stimulating hormone, @DRUG$ and insulin.	1
0	Coumarin derivatives such @DRUG$ @DRUG$ represent the therapy of choice for the long-term treatment and prevention of thromboembolic events.	Coumarin first derivative such @DRUG$ @DRUG$ represent the therapy of choice for the long-term treatment and bar of thromboembolic events .	Coumarin choice such @DRUG$ @DRUG$ represent the therapy of derivatives for the long-term treatment and prevention of thromboembolic events .	Coumarin derivatives such @DRUG$ @DRUG$ represent the therapy of choice for the long-term treatment and prevention of .	Coumarin derivatives such as @DRUG$ are the therapy of choice for the long-term treatment and prevention of thromboembolic events.	1
0	Although previously reported as a risk factor, @DRUG$ @DRUG$ had not been administered to five of the cases.	Although antecedently reported as a risk agent , @DRUG$ @DRUG$ had not been administered to five of the cases .	Although previously reported as a risk factor , @DRUG$ @DRUG$ cases not been administered to the of five had .	Although previously as a risk factor , @DRUG$ @DRUG$ had not been administered five of the cases .	Although previously reported as a risk factor, @DRUG$ @DRUG$ had not been administered to five of the cases.	0
1	Interaction between flumazenil, a substance regarded mainly as a @DRUG$ antagonist, and an intravenous anesthetic barbiturate, @DRUG$, was investigated by using an electroencephalography threshold test in male rats.	fundamental interaction between flumazenil , a substance regarded mainly as a @DRUG$ antagonist , and an intravenous anesthetic barbiturate , @DRUG$ , was investigated by using an electroencephalography threshold prove in manlike rats .	Interaction between flumazenil , a substance regarded mainly as a @DRUG$ antagonist using electroencephalography an intravenous anesthetic barbiturate , @DRUG$ , was investigated by , an and threshold test in male rats .	Interaction between , a substance mainly as a @DRUG$ antagonist and an intravenous barbiturate , @DRUG$ , was investigated by using an electroencephalography threshold test in male rats .	Flumazenil is a substance that blocks the effects of @DRUG$, while barbiturates are drugs that produce a sedative effect.	1
0	@DRUG$ was associated with significantly lower nasal congestion scores compared with placebo in 4 studies (@DRUG$ <- 0.05); nasal congestion scores were significantly reduced with levocetirizine in 3 placebo-controlled trials (P < or = 0.005).	@DRUG$ was associated with importantly low spirited rhinal over crowding scores compared with placebo in 4 studies ( @DRUG$ <- 0.05 ) ; rhinal over crowding scores were importantly reduced with levocetirizine in 3 placebo-controlled trials ( P < or = 0.005 ) .	@DRUG$ was associated with significantly lower nasal reduced scores compared with placebo in 4 studies < @DRUG$ <- 0.05 ) ; nasal congestion 0.005 were significantly congestion with levocetirizine in 3 placebo-controlled trials ( or ( P = scores ) .	@DRUG$ was associated significantly lower nasal congestion scores compared placebo in 4 studies ( @DRUG$ <- 0.05 ) ; nasal congestion scores were significantly reduced with levocetirizine in 3 placebo-controlled trials ( P or = 0.005 ) .	@DRUG$ was associated with significantly lower nasal congestion scores compared with placebo in 4 studies ( @DRUG$ <- 0.05 ); nasal congestion scores were significantly reduced with levocetirizine in 3 placebo-controlled trials ( P < or = 0.005 ) ."In other words	0
1	Additionally, the myalgia and back pain rates were higher and the flushing rate was lower with @DRUG$ than with @DRUG$.	to boot , the myodynia and back pain rates were higher and the flushing rate was lower with @DRUG$ than with @DRUG$ .	Additionally the , myalgia and back pain rates were with and the flushing rate was lower with @DRUG$ than higher @DRUG$ .	Additionally , the myalgia and back pain rates were and the flushing rate was lower with @DRUG$ with @DRUG$ .	Myalgia (pain in the muscles) and back pain rates were higher with @DRUG$ than with @DRUG$, while the flushing rate was lower.	0
0	An investigation of the therapeutic effectiveness of albendazole (ABZ, methyl 5-[propylthio]benzimidazole-2-carbamate), @DRUG$ (OBZ, methyl 5-[n-propoxy]benzimidazole-2-carbamate), and @DRUG$ (TIOX, methyl 6-[n-propoxy]benzothiazole-2-carbamate) against Hymenolepis diminuta in experimentally infected rats is reported.	associate in nursing investigation of the healing effectuality of albendazole ( ABZ , methyl cinque -[ propylthio ] benzimidazole-2-carbamate ) , @DRUG$ ( OBZ , methyl 5-[n-propoxy] benzimidazole-2-carbamate ) , and @DRUG$ ( TIOX , methyl 6 -[ n-propoxy] benzothiazole-2-carbamate ) against Hymenolepis diminuta in experimentally infected rats is reported .	An -[ of the benzothiazole-2-carbamate effectiveness of albendazole ( ABZ , methyl 5 -[ propylthio ] benzimidazole-2-carbamate ) , @DRUG$ ( is , methyl 5-[n-propoxy] , ) benzimidazole-2-carbamate and @DRUG$ ( TIOX , methyl 6 investigation n-propoxy] therapeutic ) against Hymenolepis diminuta in experimentally infected rats OBZ reported .	An investigation of the therapeutic effectiveness of albendazole ABZ , methyl 5 -[ propylthio ] benzimidazole-2-carbamate ) , @DRUG$ ( OBZ , methyl benzimidazole-2-carbamate ) , and @DRUG$ , methyl 6 -[ n-propoxy] benzothiazole-2-carbamate ) against Hymenolepis diminuta in infected rats is reported .	The therapeutic effectiveness of albendazole ( ABZ ), @DRUG$ ( OBZ ), and @DRUG$ ( TIOX ) against Hymenolepis diminuta in experimentally infected rats is reported.	0
1	The development of limb gangrene (2 patients who received @DRUG$ and 1 who received @DRUG$) likely resulted from a delay in diagnosis and treatment initiation.	The development of arm mortification ( 2 patients who received @DRUG$ and 1 who received @DRUG$ ) likely resulted from a delay in diagnosis and treatment initiation .	diagnosis development of limb ) ( 2 patients who received @DRUG$ and 1 who received @DRUG$ gangrene likely resulted from a delay in The and treatment initiation .	development of limb gangrene ( 2 patients who received @DRUG$ and 1 who received @DRUG$ ) likely resulted from a delay in diagnosis and treatment initiation	The development of limb gangrene ( 2 patients who received @DRUG$ and 1 who received @DRUG$ ) was likely due to a delay in diagnosis and treatment initiation .	0
0	The initial dose of 0.05 mg/kg is doubled after 14 days and then adjusted monthly, the maximum permitted daily dose is 1.0 mg/kg, although doses @DRUG$ high as 10 @DRUG$/kg have been administered to dogs without severe adverse experience in safety studies.	The initial loony toons of 0.05 mg / kilogram is doubled after xiv days and then adjusted monthly , the maximal permitted day to day loony toons is 1.0 mg / kilogram , although doses @DRUG$ high as 10 @DRUG$ / kilogram have been administered to dogs without severe adverse experience in safety studies .	The initial dose of 0.05 mg / in is 1.0 after 14 adjusted and then as monthly , the maximum permitted daily have is doubled mg / kg , although doses @DRUG$ high days 10 @DRUG$ / kg dose been administered to dogs without severe adverse experience kg safety studies .	The initial dose of 0.05 mg / kg is doubled after 14 days and then adjusted monthly , the maximum permitted dose is 1.0 mg / kg , although doses @DRUG$ high as 10 @DRUG$ / kg have administered to dogs without severe experience safety studies .	The initial dose of 0.05 mg / kg is doubled after 14 days and then adjusted monthly . The maximum permitted daily dose is 1.0 mg / kg , although doses @DRUG$ high as 10 @DRUG$ / kg have been administered to dogs without severe adverse experience in safety studies .	0
0	The discovery of odanacatib (MK-0822), a selective inhibitor of cathepsin @DRUG$. @DRUG$ is a potent, selective, and neutral cathepsin K inhibitor which was developed to address the metabolic liabilities of the Cat K inhibitor L-873724.	The discovery of odanacatib ( MK - 0822 ) , a selective inhibitor of cathepsin @DRUG$ . @DRUG$ is a virile , selective , and inert cathepsin K inhibitor which was make grow to address the metabolous liabilities of the Cat K inhibitor L-873724 .	, discovery of odanacatib The MK - 0822 ) , a selective inhibitor of a K . @DRUG$ is cathepsin potent , selective ( and neutral cathepsin @DRUG$ inhibitor which was developed to address the metabolic liabilities of the Cat K inhibitor L-873724 .	The discovery of odanacatib ( MK 0822 ) , a selective inhibitor of @DRUG$ . is a potent , selective , and neutral cathepsin K inhibitor which was to address the metabolic liabilities of the K inhibitor L-873724 .	@DRUG$ is a potent, selective, and neutral cathepsin K inhibitor which was developed to address the metabolic liabilities of the Cat K inhibitor L-873724.	1
0	Two multiple myeloma patients (1.0 @DRUG$/kg AMGN-0007) had albumin-adjusted serum calcium levels of 1.9 mmol/@DRUG$ on Day 8 but without clinical symptoms.	deuce multiple myeloma patients ( 1.0 @DRUG$ / kilogram AMGN -0007 ) had albumin-adjusted blood serum calcium levels of 1.9 mmol / @DRUG$ on Day 8 but without clinical symptoms .	Two multiple myeloma patients ( on @DRUG$ / serum AMGN -0007 ) had albumin-adjusted kg clinical levels of 1.9 mmol / @DRUG$ 1.0 Day 8 but without calcium symptoms .	Two multiple myeloma patients ( 1.0 @DRUG$ / AMGN -0007 ) had albumin-adjusted serum levels of 1.9 mmol / @DRUG$ on Day 8 but clinical symptoms .	If a patient has a serum calcium level of 1.9 mmol/@DRUG$ on Day 8, then they are likely to have a @DRUG$ level of 1.0 kg/AMGN-0007.	0
0	Like levodopa and dopamine, apomorphine acts @DRUG$ a potent, direct and broad spectrum dopamine agonist activating all @DRUG$ receptor subtypes.	Like bendopa and dopamine , apomorphine acts @DRUG$ a potent , calculate and broad spectrum dopamine agonist activating all @DRUG$ receptor subtypes .	Like levodopa and dopamine , apomorphine acts @DRUG$ a potent , and direct broad spectrum dopamine agonist activating all @DRUG$ receptor subtypes .	Like levodopa and dopamine , acts @DRUG$ a potent direct and broad dopamine agonist activating all @DRUG$ receptor subtypes .	@DRUG$ is a drug that activates all @DRUG$ receptor subtypes, while DRUGB is a receptor that is activated by DRUGA.	0
1	A randomized double-blind comparison trial for the treatment of invasive aspergillosis found @DRUG$ noninferior to @DRUG$.	A randomized double - blind comparison trial for the handling of invasive aspergillosis found @DRUG$ noninferior to @DRUG$ .	A randomized double blind - comparison trial for the treatment of invasive aspergillosis found @DRUG$ noninferior to @DRUG$ .	A randomized double blind trial of aspergillosis found @DRUG$ noninferior to @DRUG$ .	A randomized double - blind comparison trial for the treatment of invasive aspergillosis found that @DRUG$ was just as effective as @DRUG$ .	0
0	@DRUG$ (@DRUG$) 5'-phosphate oxidase (PPOX) catalyzes the oxidative conversion of pyridoxamine 5'-phosphate (PMP) or pyridoxine 5'-phosphate (PNP) to pyridoxal 5'-phosphate (PLP).	@DRUG$ ( @DRUG$ ) quint '- phosphate oxidase ( PPOX ) catalyze the oxidative conversion of pyridoxal quint ' - phosphate ( PMP ) or pyridoxine quint ' - phosphate ( PNP ) to adermin quint ' - phosphate ( PLP ) .	@DRUG$ ( @DRUG$ ) 5 '- to oxidase PMP PPOX ) catalyzes the oxidative conversion of pyridoxamine 5 ' - phosphate ( ( ) or pyridoxine 5 pyridoxal - phosphate ( ' ) phosphate ' 5 PNP - phosphate ( PLP ) .	@DRUG$ ( @DRUG$ ) 5 phosphate oxidase PPOX catalyzes the oxidative conversion of pyridoxamine 5 ' - phosphate ( PMP ) or pyridoxine 5 - ( PNP ) to pyridoxal ' - phosphate ( PLP ) .	@DRUG$ ( @DRUG$ ) is an enzyme that catalyzes the conversion of pyridoxamine 5 ' - phosphate ( PMP ) or pyridoxine 5 ' - phosphate ( PNP ) to pyridoxal 5 ' - phosphate ( PLP ) .	0
0	EXPERT OPINION: UPA, a selective progesterone receptor modulator, is administered @DRUG$ a single 30 @DRUG$ dose for EC.	EXPERT OPINION : UPA , a selective progesterone receptor modulator , is administered @DRUG$ a single xxx @DRUG$ dose for eu .	EXPERT OPINION : UPA , a , progesterone 30 modulator selective is administered @DRUG$ a single receptor @DRUG$ dose for EC .	EXPERT OPINION : UPA , a selective progesterone receptor modulator , is administered @DRUG$ a single @DRUG$ dose for EC	EXPERT OPINION : UPA , a selective progesterone receptor modulator , is administered @DRUG$ a single 30 @DRUG$ dose for EC ."UPA is administered as a single dose of 30 mg DRUGB for emergency contraception.	0
0	Anesthesia in the white rhinoceros (Ceratotherium simum) has routinely involved potent narcotic anesthetic agents such @DRUG$ @DRUG$ or carfentanil with their associated adverse side effects.	Anesthesia in the white rhinoceros ( Ceratotherium simum ) has routinely involved potent narcotic anesthetic federal agent such @DRUG$ @DRUG$ or carfentanil with their associated contrary side effects .	their in effects white rhinoceros ( Ceratotherium simum ) has routinely involved potent narcotic anesthetic agents such @DRUG$ @DRUG$ or carfentanil with Anesthesia associated adverse side the .	Anesthesia in the white rhinoceros ( Ceratotherium simum ) has involved potent narcotic anesthetic agents such @DRUG$ @DRUG$ or carfentanil their associated side effects .	Narcotic anesthetic agents such as @DRUG$ and @DRUG$ have been routinely used to anesthetize white rhinoceroses, and they have been associated with adverse side effects.	0
0	Tazobactam appears to form approximately twice @DRUG$ much enamine intermediate as sulbactam and @DRUG$, which correlates with its superior performance in the clinic, a finding that may bear on future drug design.	Tazobactam appears to form approximately twice @DRUG$ much enamine intermediate as sulbactam and @DRUG$ , which correlates with its superordinate performance in the clinic , a see that may bear on future drug conception .	Tazobactam design to form approximately twice @DRUG$ much enamine intermediate as sulbactam and @DRUG$ , which correlates with the superior performance in its clinic drug a finding that may bear on future , appears .	appears to form approximately twice @DRUG$ much intermediate as sulbactam and @DRUG$ , which correlates with its superior performance in the clinic , finding that may bear on future drug design .	Tazobactam appears to form approximately twice as much enamine intermediate as sulbactam and @DRUG$, which correlates with its superior performance in the clinic, a finding that may bear on future drug design.	1
0	Subgroup analysis in IBD patients showed a similar effect versus i.v. iron (OR = 3.14, 95% CI 1.34-7.36, @DRUG$ = 0.008, @DRUG$ = 0%).	Subgroup analysis in IBD affected role showed a similar effect versus i.v. fe ( operating theater = 3.14 , 95 % CI 1.34- 7.36 , @DRUG$ = 0.008 , @DRUG$ = 0 % ) .	Subgroup analysis in IBD patients a showed similar effect versus i.v. iron ( OR = , 3.14 95 7.36 CI 1.34- % , @DRUG$ = 0.008 , @DRUG$ = 0 % ) .	Subgroup analysis IBD showed a similar effect versus i.v. iron ( OR = 3.14 , 95 % CI 7.36 , @DRUG$ = 0.008 , @DRUG$ = ) .	There was no significant difference between the use of @DRUG$ and @DRUG$ in terms of improving IBD patients' symptoms.	0
0	The mode of (functional) AT1 receptor antagonism has been characterized @DRUG$ surmountable/noncompetitive (losartan, tasosartan, eprosartan) or insurmountable/noncompetitive (candesartan, @DRUG$, zolasartan, irbesartan, valsartan, telmisartan, E3174).	The musical mode of ( working ) AT1 sense organ enmity has been characterized @DRUG$ surmountable / noncompetitive ( losartan , tasosartan , eprosartan ) or insurmountable / noncompetitive ( candesartan , @DRUG$ , zolasartan , irbesartan , valsartan , telmisartan , E3174 ) .	The mode of ( tasosartan ) AT1 receptor antagonism has been characterized @DRUG$ surmountable / noncompetitive ( losartan , eprosartan , functional ) or insurmountable / , ( candesartan , @DRUG$ , zolasartan , irbesartan , valsartan , telmisartan noncompetitive E3174 ) .	The mode of functional ) AT1 receptor antagonism has been characterized @DRUG$ surmountable / noncompetitive ( losartan , tasosartan , eprosartan ) or insurmountable / noncompetitive ( candesartan , @DRUG$ , zolasartan , irbesartan , valsartan , telmisartan , E3174 .	@DRUG$ is surmountable / noncompetitive ( losartan , tasosartan , eprosartan ) or insurmountable / noncompetitive ( candesartan , @DRUG$ , zolasartan , irbesartan , valsartan , tel	0
0	The later, including @DRUG$ (DSG) and its derivative etonogestrel, gestodene (GES) and norgestimate (@DRUG$), have been referred to as third-generation progestins.	The later , including @DRUG$ ( DSG ) and its differential etonogestrel , gestodene ( GES ) and norgestimate ( @DRUG$ ) , have been mention to as third gear - generation progestins .	The - , including @DRUG$ ( DSG its and been derivative etonogestrel , gestodene ( GES ) and norgestimate ( @DRUG$ ) , have ) referred to as third later generation progestins .	The later , @DRUG$ ( DSG ) and derivative etonogestrel , gestodene ( GES ) and norgestimate ( @DRUG$ ) , have referred to as third - generation progestins .	@DRUG$ is a third-generation progestin, while @DRUG$ is a derivative of DRUGA.	0
0	This paper is a study of factors influencing the rate of lipid peroxidation in @DRUG$ heart submitochondrial particles induced by NAD(P)H via the @DRUG$-ubiquinone oxidoreductase (Complex I) of the respiratory chain.	This paper is a study of ingredient influencing the pace of lipid peroxidation in @DRUG$ heart submitochondrial particles induced by NAD ( P ) H via the @DRUG$ - ubiquinone oxidoreductase ( coordination compound I ) of the respiratory chemical chain .	of paper is a study of factors influencing lipid rate This the peroxidation in @DRUG$ heart submitochondrial particles induced by NAD ( P ) H via the @DRUG$ chain ubiquinone oxidoreductase ( Complex I ) the of respiratory - .	This paper is a study of factors influencing the rate of lipid peroxidation in @DRUG$ heart submitochondrial particles induced by ( P ) H via the @DRUG$ - ubiquinone oxidoreductase ( Complex I ) of the respiratory chain	The study found that the rate of lipid peroxidation in @DRUG$ heart submitochondrial particles was influenced by NAD ( P ) H via the @DRUG$ - ubiquinone oxidoreductase ( Complex I ) of the respiratory chain .	0
0	@DRUG$ but not cis-resveratrol was detected in both blueberry and @DRUG$ samples.	@DRUG$ but not cis-resveratrol was detected in both blueberry and @DRUG$ samples .	@DRUG$ but not and was detected in both blueberry cis-resveratrol @DRUG$ samples .	@DRUG$ but not cis-resveratrol was detected both blueberry and @DRUG$ samples .	@DRUG$ was detected in both blueberry and @DRUG$ samples, but cis-resveratrol was not.	0
0	However, @DRUG$ seemed more successful than placebo and may be less successful than @DRUG$ (80 mg daily) in achieving a target serum urate level (6 mg/dL or less; 0.36 mmol/L or less) based on moderate- to low-quality evidence.	notwithstanding , @DRUG$ seemed more successful than placebo and crataegus laevigata be le successful than @DRUG$ ( 80 atomic number  daily ) in achieving a target serum urate level ( 6 atomic number  / dL or le ; 0.36 mmol / cubic decimeter or le ) based on moderate - to low-quality evidence .	/ , @DRUG$ seemed more successful than urate and may be less successful ) @DRUG$ achieving 80 mg daily ) in ( a target serum placebo level ( 6 mg However dL or less ; 0.36 than / L or less mmol based on moderate - to low-quality evidence .	However , @DRUG$ seemed more successful than placebo and be successful than @DRUG$ ( 80 mg daily in a target serum urate ( 6 mg / dL or less ; 0.36 / or less ) based on moderate - to low-quality evidence .	@DRUG$ is more successful than placebo, but less successful than @DRUG$ in achieving a target serum urate level.	0
0	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of mineral compounds, with the following order: Al citrate > Al tartrate, Al gluconate, Al lactate > @DRUG$ glutamate, Al chloride, Al @DRUG$, Al nitrate.	The absorption of aluminum after uptake of constitutive compounds is more important than after uptake of mineral compounds , with the pursual order : al citrate > al tartrate , al gluconate , al lactate > @DRUG$ glutamate , al chloride , al @DRUG$ , al nitrate .	The absorption of aluminum after ingestion of organic compounds is , important than after ingestion of gluconate compounds , with the following order : Al citrate tartrate Al > , Al mineral , Al lactate > @DRUG$ nitrate , Al chloride , Al @DRUG$ more Al glutamate .	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of compounds , with following : Al citrate > tartrate , Al gluconate , Al lactate > @DRUG$ glutamate , Al chloride , Al @DRUG$ , Al .	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of mineral compounds. The order of absorption is: Al citrate > Al tartrate > Al gluconate > Al lactate > @DRUG$ glutamate > Al chloride > Al nitrate.	1
0	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, @DRUG$, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (eptinezumab, teprotumumab, @DRUG$, isatuximab, [fam-]trastuzumab deruxtecan, inebilizumab, leronlimab, sacituzumab govitecan, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	atomic number  this time , a total of little phoebe fresh antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , @DRUG$ , and crizanlizumab ) had been granted a first base approval in either the US or european union , and commercialise applications for 13 fresh antibody therapeutics ( eptinezumab , teprotumumab , @DRUG$ , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , leronlimab , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergo review in these regions , which exemplify the major securities industry for antibody therapeutics .	, this time , a total of 5 novel antibody therapeutics ( romosozumab , risankizumab these polatuzumab vedotin , @DRUG$ , deruxtecan crizanlizumab ) 13 been granted a first approval in either the US or EU , and marketing applications narsoplimab had novel antibody therapeutics ( eptinezumab , for , @DRUG$ , isatuximab , [ fam - ] trastuzumab and , inebilizumab At leronlimab , sacituzumab govitecan , satralizumab , for , tafasitamab , REGNEB3 naxituximab and ) were undergoing review in , teprotumumab , which represent the major markets regions antibody therapeutics .	At this , a total of 5 novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , @DRUG$ and crizanlizumab ) had been granted a first approval in either the US or EU , and marketing applications 13 novel antibody therapeutics ( eptinezumab , teprotumumab @DRUG$ , isatuximab , [ fam ] trastuzumab deruxtecan , inebilizumab leronlimab , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab REGNEB3 and naxituximab ) were undergoing in regions , which represent major markets for therapeutics	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, @DRUG$, and crizanlizumab) had been granted a first approval in either the US or EU,	1
0	With greater cellular accumulation and metabolism, more reliable bioavailability than methotrexate, and tolerable toxicity at this dose and schedule, @DRUG$ deserves further study as a potent alternative to @DRUG$.	With greater cellular accumulation and metabolism , more reliable bioavailability than methotrexate , and fair to middling toxicity at this dose and docket , @DRUG$ deserves further study as a strong alternative to @DRUG$ .	With greater cellular accumulation and metabolism , more reliable bioavailability than methotrexate , study as tolerable at this dose and schedule , @DRUG$ deserves further and toxicity a potent alternative to @DRUG$ .	With greater cellular accumulation and metabolism , more reliable bioavailability than methotrexate , and tolerable toxicity at this dose and schedule , @DRUG$ deserves further study as a potent alternative to @DRUG$ .	@DRUG$ is more reliable than methotrexate, and it has tolerable toxicity at this dose and schedule. Therefore, it deserves further study as a potent alternative to @DRUG$.	0
0	The pharmacodynamic (postantibiotic effect) and pharmacokinetic characteristics of @DRUG$-@DRUG$ allow dosing at eight- to 12-hour intervals.	The pharmacodynamic ( postantibiotic effect ) and pharmacokinetic characteristics of @DRUG$ - @DRUG$ allow dosing at eight- to dozen - hour musical interval .	The pharmacodynamic ( postantibiotic 12 ) and pharmacokinetic characteristics of @DRUG$ - @DRUG$ allow dosing at eight- to effect - hour intervals .	The pharmacodynamic ( postantibiotic effect and pharmacokinetic characteristics of @DRUG$ - @DRUG$ allow dosing at eight- to 12 - hour intervals	The pharmacodynamic ( postantibiotic effect ) and pharmacokinetic characteristics of @DRUG$ - @DRUG$ allow dosing at eight- to 12 - hour intervals ."This means that the pharmacodynamic ( postantibiotic effect ) and pharmacokinetic characteristics of DRUGA -	0
1	CONCLUSIONS: Once-daily oral treatment with @DRUG$ lowers blood pressure effectively, with a safety and tolerability profile comparable to that of @DRUG$ and placebo, in patients with mild-to-moderate hypertension.	CONCLUSIONS : Once-daily viva voce treatment with @DRUG$ lowers roue force effectively , with a safety and tolerability profile comparable to that of @DRUG$ and placebo , in patients with mild - to-moderate hypertension .	and : Once-daily oral treatment effectively @DRUG$ lowers and pressure with , with a safety CONCLUSIONS tolerability profile comparable to that of @DRUG$ blood placebo , in patients with mild - to-moderate hypertension .	CONCLUSIONS : Once-daily oral treatment with @DRUG$ lowers blood pressure effectively , with a safety and tolerability profile comparable to that of @DRUG$ and placebo , in patients with mild - to-moderate hypertension .	@DRUG$ is effective at lowering blood pressure, and it has a safety and tolerability profile that is comparable to that of @DRUG$ and placebo.	0
0	Favipiravir, pimodivir, and baloxavir are inhibitory in preclinical models for influenza A viruses, including pandemic threat viruses and those resistant to currently approved antivirals, and two (@DRUG$ and @DRUG$) also inhibit influenza B viruses.	Favipiravir , pimodivir , and baloxavir are repressing in preclinical models for flu A viruses , including pandemic threat viruses and those resistant to presently approved antivirals , and two ( @DRUG$ and @DRUG$ ) also inhibit flu vitamin b complex viruses .	Favipiravir and pimodivir , and baloxavir are inhibitory in preclinical models for pandemic A viruses , including influenza threat viruses and those , to currently approved antivirals , and two ( @DRUG$ resistant @DRUG$ ) also inhibit influenza B viruses .	Favipiravir , , and baloxavir are inhibitory in preclinical for influenza A viruses , including pandemic threat viruses and those resistant to currently approved antivirals , and two ( @DRUG$ and @DRUG$ ) also inhibit influenza viruses .	@DRUG$ and @DRUG$ are both inhibitory against both influenza A and B viruses.	0
0	Metronidazole-resistant Helicobacter pylori strains have been described, but combination therapy (eg, metronidazole, @DRUG$, or clarithromycin plus @DRUG$) is still recommended for eradication of this pathogen in patients with gastroduodenal ulcers.	Metronidazole-resistant Helicobacter pylori strains have been key , but combination therapy ( eg , metronidazole , @DRUG$ , or clarithromycin plus @DRUG$ ) is still urge for eradication of this pathogen in patients with gastroduodenal ulcer .	Metronidazole-resistant Helicobacter pylori strains have been combination , but described therapy ( @DRUG$ , metronidazole , @DRUG$ , or clarithromycin plus eg ) is still recommended for eradication of this pathogen in patients with gastroduodenal ulcers .	Metronidazole-resistant Helicobacter pylori strains have been described , combination therapy ( eg , metronidazole , @DRUG$ , or clarithromycin plus @DRUG$ ) is still recommended for of this pathogen in patients with gastroduodenal ulcers .	Metronidazole-resistant Helicobacter pylori strains have been described, but if a patient has a gastroduodenal ulcer, then the combination therapy of metronidazole, @DRUG$, or clarithromycin plus @DRUG$ is still recommended for	0
1	@DRUG$ is a nonsulfhydryl ACE inhibitor prodrug, which is converted in vivo to its active form, @DRUG$.	@DRUG$ is a nonsulfhydryl sensation inhibitor prodrug , which is converted in vivo to its participating form , @DRUG$ .	@DRUG$ is a vivo ACE inhibitor prodrug , which is converted in active to its nonsulfhydryl form , @DRUG$ .	@DRUG$ is nonsulfhydryl ACE inhibitor prodrug , which converted in vivo to its active form , @DRUG$	@DRUG$ is a drug that is inactive when taken, but is converted into its active form in the body. @DRUG$ is the active form of the drug.	0
0	In contrast, consistent detrimental residual effects on various aspects of psychomotor and cognitive functions were observed with the therapeutic doses of the various commonly prescribed hypnotic agents used as comparators, e.g. zolpidem 10 mg up to 5 h after dose administration, zopiclone 7.5 @DRUG$ up to 10 h after, flurazepam 30 mg up to 14 h after and @DRUG$ 0.25 mg up to 6 h after.	In contrast , consistent detrimental residuum effects on various aspects of psychomotor and cognitive functions were discover with the therapeutic doses of the various commonly prescribed mesmeric agents employ as comparators , for instance zolpidem  mg up to 5 h after dose administration , zopiclone 7.5 @DRUG$ up to  h after , flurazepam xxx mg up to 14 h after and @DRUG$ 0.25 mg up to 6 h after .	In contrast hypnotic consistent detrimental residual effects on various aspects h psychomotor and cognitive functions were observed with the therapeutic doses of the various commonly used , agents prescribed as comparators , e.g. zolpidem 10 mg up to 5 7.5 after dose administration , zopiclone 14 @DRUG$ after to up h up , flurazepam 30 mg 10 to of h after and @DRUG$ 0.25 mg up to 6 h after .	In contrast , consistent detrimental residual effects on various aspects of psychomotor and cognitive functions were observed with the therapeutic doses of the various commonly prescribed hypnotic agents used as comparators , zolpidem 10 mg up to 5 h after dose administration , zopiclone 7.5 @DRUG$ up to 10 h , mg up to 14 h after and @DRUG$ 0.25 mg up to 6 h after .	The various commonly prescribed hypnotic agents used as comparators had consistent detrimental residual effects on various aspects of psychomotor and cognitive functions.	1
0	For 40% fT>MIC and >97.5% PTA, the breakpoints were 0.125 mg/L (500 @DRUG$ twice daily), 0.25 mg/L (250 mg three times daily and 875 mg twice daily), 0.5 mg/@DRUG$ (500 mg three times daily) and 1 mg/L (750, 875 or 1000 mg three times daily and 500 mg four times daily).	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / l ( d @DRUG$ doubly daily ) , 0.25 mg / l ( 250 mg ternary clock time daily and 875 mg doubly daily ) , 0.5 mg / @DRUG$ ( d mg ternary clock time daily ) and 1 mg / l ( 750 , 875 or k mg ternary clock time daily and d mg four spot clock time daily ) .	For mg / fT>MIC and > 97.5 % PTA / the breakpoints were 0.125 mg / L ( three @DRUG$ twice daily ) , 0.25 mg , L ( 250 mg three times daily and 875 mg twice daily and , 0.5 mg times @DRUG$ ( 500 mg 500 1000 daily ) ) 1 mg % L ( 750 , 875 or times mg three times daily and 500 40 four / daily ) .	For 40 % fT>MIC and > % PTA , the breakpoints were 0.125 mg / L ( 500 @DRUG$ twice daily , 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily ) , 0.5 mg / @DRUG$ ( mg three times daily ) and 1 mg / L ( 750 , 875 or 1000 mg three times daily and 500 mg four ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / L ( 500 @DRUG$ twice daily ) , 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily ) , 0.5 mg /	1
0	Other benzodiazepines such @DRUG$ chlordiazepoxide, nitrazepam and @DRUG$ in high doses also decreased histamine turnover.	other benzodiazepines such @DRUG$ chlordiazepoxide , nitrazepam and @DRUG$ in high doses also decreased histamine turnover .	Other benzodiazepines such @DRUG$ chlordiazepoxide , nitrazepam and @DRUG$ in high histamine also decreased doses turnover .	Other benzodiazepines such @DRUG$ chlordiazepoxide , nitrazepam and @DRUG$ in high doses also decreased histamine turnover .	Benzodiazepines such as chlordiazepoxide, nitrazepam, and @DRUG$ in high doses also decrease histamine turnover.	1
0	In multivariate analysis, symptomatic mitochondrial toxicity was significantly associated with @DRUG$-containing antiretroviral regimens (odds ratio 46; 95% CI, 7.4 to infinity; @DRUG$ < 0.001), but not with stavudine or with nucleoside reverse transcriptase inhibitor regimens not containing didanosine.	In multivariate analysis , diagnostic mitochondrial toxicity was significantly consort with @DRUG$ - containing antiretroviral regimens ( odds ratio 46 ; xcv % CI , 7.4 to infinity ; @DRUG$ < 0.001 ) , but not with stavudine or with nucleoside turn transcriptase inhibitor regimens not containing didanosine .	In multivariate or , with with toxicity was significantly associated mitochondrial @DRUG$ - containing antiretroviral regimens ( odds ratio 46 ; 95 % CI , 7.4 to infinity ; @DRUG$ containing 0.001 ) , but not symptomatic stavudine analysis with nucleoside reverse transcriptase inhibitor regimens not < didanosine .	In multivariate analysis , symptomatic mitochondrial toxicity was significantly associated with @DRUG$ - containing antiretroviral regimens odds ratio 46 ; 95 % CI 7.4 to infinity ; @DRUG$ < 0.001 , but not with stavudine or nucleoside reverse transcriptase inhibitor regimens not containing didanosine .	Symptomatic mitochondrial toxicity was significantly associated with @DRUG$-containing antiretroviral regimens, but not with stavudine or with nucleoside reverse transcriptase inhibitor regimens not containing didanosine.	1
0	Here, the effects of cyclooctadepsipeptides on @DRUG$-, levamisole- and ivermectin-resistant populations of Haemonchus contortus in sheep @DRUG$ well as an ivermectin-resistant Cooperia oncophora population in cattle were studied.	Here , the effects of cyclooctadepsipeptides on @DRUG$ - , levamisole - and ivermectin-resistant populations of Haemonchus contortus in sheep @DRUG$ easily as an ivermectin-resistant Cooperia oncophora population in cows were examine .	Here , the effects of cyclooctadepsipeptides on @DRUG$ - in levamisole - and ivermectin-resistant populations contortus Haemonchus an , sheep @DRUG$ well as of ivermectin-resistant Cooperia oncophora population in cattle were studied .	Here , the effects of cyclooctadepsipeptides on @DRUG$ - , levamisole - and ivermectin-resistant populations of contortus in sheep @DRUG$ well as an ivermectin-resistant oncophora population cattle were .	Cyclooctadepsipeptides (@DRUG$) have been found to be effective against levamisole- and ivermectin-resistant populations of Haemonchus contortus in sheep, as well as an ivermectin-resistant Cooperia on	1
0	The clinical formulation of @DRUG$ @DRUG$ (leucovorin, LV) is a mixture of stereoisomers [(6R,S)-5-formyltetrahydrofolate], which have been shown to differ significantly in plasma clearance and route of elimination after intravenous administration; the (6S) isomer is rapidly converted to 5-CH3 tetrahydrofolate (5-CH3 THF), and the (6R) isomer is slowly eliminated by renal excretion.	The clinical formulation of @DRUG$ @DRUG$ ( leucovorin , LV ) is a mixture of stereoisomers [ ( 6 R , S ) - five - formyltetrahydrofolate ] , which have been testify to dissent significantly in plasma clearance and route of elimination after intravenous presidential term ; the ( sextet ) isomer is rapidly convince to five - CH3 tetrahydrofolate ( five - CH3 THF ) , and the ( 6 R ) isomer is slowly decimate by nephritic excretion .	The clinical formulation of @DRUG$ @DRUG$ ( leucovorin , LV ) is R mixture by stereoisomers isomer ( 6 a , S of - 5 - formyltetrahydrofolate ] , ( have been shown to differ significantly in 6 clearance and route of elimination after intravenous administration ; the ( 6S ) is [ rapidly converted to 5 - CH3 tetrahydrofolate which 5 - CH3 THF ) , and the ( plasma R ) isomer is slowly eliminated ) renal excretion .	The clinical formulation of @DRUG$ @DRUG$ ( leucovorin , LV ) is a mixture of stereoisomers [ ( R , ) - 5 - formyltetrahydrofolate ] , which have been shown to differ significantly in plasma clearance and route of elimination after intravenous administration ; the 6S ) isomer rapidly converted to CH3 tetrahydrofolate ( 5 - CH3 THF ) and the ( 6 R ) isomer is slowly eliminated by renal excretion .	The clinical formulation of @DRUG$ @DRUG$ ( leucovorin , LV ) is a mixture of stereoisomers [ ( 6 R , S ) - 5 - formyltetrahydrofolate ] , which have been shown to differ significantly in plasma clearance and route of	0
1	In addition, oral doses of lornoxicam of 16-24 @DRUG$ daily have been more effective than @DRUG$ 300 mg daily in pain following knee surgery.	In increase , oral doses of lornoxicam of 16 - 24 @DRUG$ day after day have been more effective than @DRUG$ 300 mg day after day in pain following knee surgery .	, than In oral doses of lornoxicam of 16 - 24 @DRUG$ daily have been more effective addition @DRUG$ 300 mg daily in pain following knee surgery .	In addition , doses of lornoxicam of 16 - 24 @DRUG$ daily have been more effective than @DRUG$ 300 mg daily in pain following knee surgery .	Oral doses of lornoxicam of 16 - 24 @DRUG$ daily have been more effective than @DRUG$ 300 mg daily in pain following knee surgery.	0
0	The MICs of @DRUG$ against @DRUG$ (n = 8) were 2 to 4 microg/ml, those against Aspergillus terreus and Candida parapsilosis were 8 microg/ml (MIC90), and those against Aspergillus flavus (n = 8) were 2 to 16 microg/ml.	The MICs of @DRUG$ against @DRUG$ ( newton = 8 ) were deuce to quadruplet microg / ml , those against genus aspergillus terreus and candida parapsilosis were 8 microg / ml ( MIC90 ) , and those against genus aspergillus flavus ( newton = 8 ) were deuce to 16 microg / ml .	8 MICs , @DRUG$ to @DRUG$ ( n = 8 ) were 2 to 4 microg / ml of those against Aspergillus and terreus Candida parapsilosis were The microg / ml ( MIC90 ) , and those against Aspergillus flavus ( n = ml ) were 2 against 16 microg / 8 .	The MICs of @DRUG$ against @DRUG$ n = 8 ) were 2 to 4 microg / ml , those Aspergillus terreus and Candida parapsilosis were / ml ( MIC90 ) , and those against Aspergillus flavus ( n = ) were 2 to microg / .	The MICs of @DRUG$ against @DRUG$ ( n = 8 ) were 2 to 4 microg / ml , those against Aspergillus terreus and Candida parapsilosis were 8 microg / ml ( MIC90 ) , and those against Aspergillus flav	0
0	Spiramycin (Tmax = 3.3 h) and @DRUG$ (Tmax = 1.2 h) were well absorbed reaching mean plasma Cmax of 3.1 @DRUG$/l and 2.1 mg/l, respectively.	Spiramycin ( Tmax = 3.3 total heat ) and @DRUG$ ( Tmax = 1.2 total heat ) were well absorbed reaching average plasma Cmax of 3.1 @DRUG$ / l and 2.1 mg /l , severally .	Spiramycin ( Tmax = 3.3 l ) and @DRUG$ ( Tmax = 2.1 h ) were well absorbed reaching mean plasma Cmax of 1.2 @DRUG$ / h and 3.1 mg /l , respectively .	Spiramycin ( Tmax = 3.3 h ) and @DRUG$ ( = 1.2 h ) were well absorbed reaching mean plasma Cmax of 3.1 @DRUG$ / l and mg /l , respectively .	Spiramycin ( Tmax = 3.3 h ) and @DRUG$ ( Tmax = 1.2 h ) were well absorbed reaching mean plasma Cmax of 3.1 @DRUG$ / l and 2.1 mg /l , respectively ."This means that the absorption	0
0	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of @DRUG$ was synergistic with the effects of stavudine and additive to the effects of @DRUG$, tenofovir, dideoxycytidine, didanosine, adefovir, abacavir, lamivudine, and emtricitabine.	When brecanavir was tested in combination with nucleoside overrule rna polymerase inhibitors , the antiviral agent activity of @DRUG$ was synergistic with the effects of stavudine and additive to the effects of @DRUG$ , tenofovir , dideoxycytidine , didanosine , adefovir , abacavir , tc , and emtricitabine .	of in was tested adefovir combination with nucleoside reverse emtricitabine inhibitors , the antiviral activity When @DRUG$ was synergistic with the effects of stavudine and additive to the effects of @DRUG$ , tenofovir , dideoxycytidine , didanosine , brecanavir , abacavir , lamivudine , and transcriptase .	When brecanavir was tested in combination with nucleoside transcriptase inhibitors , the antiviral activity of @DRUG$ was synergistic with the effects of stavudine and additive to the effects of @DRUG$ , tenofovir , dideoxycytidine , didanosine , adefovir , abacavir , lamivudine , and .	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of @DRUG$ was synergistic with the effects of stavudine and additive to the effects of @DRUG$, tenofovir, dideoxycytidine, did	0
0	In patients with severe hypertension, telmisartan 80 to 160 @DRUG$/day was @DRUG$ effective as enalapril 20 to 40 mg/day (both agents could be titrated and combined sequentially with hydrochlorothiazide 25 mg and amlodipine 5 mg).	In patient with severe hypertension , telmisartan 80 to 160 @DRUG$ / day was @DRUG$ effective as enalapril twenty to 40 mg / day ( both factor could be titrate and combined sequentially with hydrochlorothiazide 25 mg and amlodipine 5 mg ) .	with be with severe hypertension , telmisartan 80 to 160 @DRUG$ / day was @DRUG$ effective as mg / to 40 mg 20 day ( both agents could patients titrated and combined sequentially In hydrochlorothiazide 25 enalapril and amlodipine 5 mg ) .	patients with severe hypertension , telmisartan to 160 @DRUG$ / day was @DRUG$ effective as enalapril 20 to 40 mg / day ( both agents could be titrated and combined sequentially with hydrochlorothiazide 25 mg and amlodipine 5 mg ) .	Telmisartan 80 to 160 @DRUG$ / day was effective as enalapril 20 to 40 mg / day ( both agents could be titrated and combined sequentially with hydrochlorothiazide 25 mg and amlodipine 5 mg).	1
1	@DRUG$ is an endothelin receptor antagonist (ERA) that was recently approved for treatment of pulmonary arterial hypertension (@DRUG$).	@DRUG$ is an endothelin receptor antagonist ( geological era ) that was recently approved for treatment of pulmonic arterial hypertension ( @DRUG$ ) .	@DRUG$ is an endothelin receptor antagonist ( ERA recently that was pulmonary approved for treatment of ) arterial hypertension ( @DRUG$ ) .	@DRUG$ is an endothelin receptor antagonist ( ERA was recently approved for treatment of pulmonary hypertension ( @DRUG$ ) .	@DRUG$ is a drug that was recently approved to treat a condition called pulmonary arterial hypertension. This drug works by blocking the effects of a hormone called endothelin, which is known to cause the blood vessels in the lungs to constrict.	1
0	80 micrograms medetomidine/kg--5 mg ketamine/kg provided a duration of anaesthesia longer than 1 mg acepromazine/kg--10 mg ketamine/kg, and not significantly different from those induced by 1 mg xylazine/kg--10 mg @DRUG$/kg or 7.5 @DRUG$ zolazepam/kg--7.5 mg tiletamine/kg.	80 mcg medetomidine / kg-- phoebe mg ketalar / kg provided a duration of anesthesia longer than 1 mg acepromazine / kg-- ten mg ketalar / kg , and not significantly different from those induced by 1 mg xylazine / kg-- ten mg @DRUG$ / kg or 7.5 @DRUG$ zolazepam / kg--7.5 mg tiletamine / kg.	/ micrograms medetomidine / kg-- 5 mg ketamine / kg provided a / of anaesthesia longer mg 1 mg than / kg-- 10 mg ketamine / kg , and not significantly different from those induced by 1 acepromazine xylazine 80 kg-- 10 mg @DRUG$ / tiletamine or 7.5 @DRUG$ zolazepam duration kg--7.5 mg kg / kg.	80 micrograms medetomidine / kg-- 5 mg ketamine / kg provided a duration of longer than 1 mg acepromazine / kg-- 10 mg / , and not significantly different from induced by 1 mg xylazine kg-- 10 mg @DRUG$ / kg or 7.5 @DRUG$ zolazepam / kg--7.5 mg tiletamine / kg.	For every 80 micrograms of medetomidine administered, 5 milligrams of ketamine is required to achieve the same level of anaesthesia.	1
0	It has been shown to predominantly target cellular tRNA on its entry into mammalian cells (Saxena, S. K., Sirdeshmukh, R., Ardelt, @DRUG$., Mikulski, S. M., Shogen, @DRUG$., and Youle, R. J. (2002) J. Biol.	it has been picture to preponderantly target cellular acceptor rna on its entry into mammal cells ( Saxena , S. K. , Sirdeshmukh , R. , Ardelt , @DRUG$ . , Mikulski , S. M. , Shogen , @DRUG$. , and Youle , R. J. ( 2002 ) J. Biol .	It has been shown to predominantly target cellular , on its into entry mammalian , ( R. , S. K. tRNA Sirdeshmukh , R. , Ardelt J. @DRUG$ . , Mikulski , S. M. , Shogen , @DRUG$. , and Youle cells Saxena , ( 2002 ) J. Biol .	has been shown to predominantly target cellular tRNA on its entry into mammalian cells ( Saxena , S. , Sirdeshmukh , R. , Ardelt , . , , S. M. , Shogen , @DRUG$. , and Youle , R. J. ( 2002 ) J. Biol .	@DRUG$ predominantly targets cellular tRNA on its entry into mammalian cells, while @DRUG$ is known to inhibit the activity of tRNA.	0
0	Controlled single- or double-blind studies were evaluated to assess the efficacy of @DRUG$ in the treatment of various upper and lower respiratory tract infections, @DRUG$ well as skin and soft tissue infections.	Controlled single - or double - blind examine were evaluated to assess the efficacy of @DRUG$ in the treatment of various upper and lower respiratory tract infections , @DRUG$ well as bark and cushy tissue infections .	Controlled single - or double - blind studies were evaluated to assess the efficacy of @DRUG$ in tissue treatment of various upper and lower respiratory tract infections , @DRUG$ well as skin and soft the infections .	single - or double - blind studies were evaluated to assess the efficacy of @DRUG$ in the treatment of various upper and lower respiratory tract infections , @DRUG$ well as skin and soft tissue infections .	@DRUG$ is effective in the treatment of various upper and lower respiratory tract infections, as well as skin and soft tissue infections, based on controlled single - or double - blind studies.	1
0	The highly selective sedative effect of @DRUG$ (@DRUG$ compared to myorelaxant and anticonvulsant effects) suggests that it may possess a specificity for certain subtypes of benzodiazepine receptors.	The highly selective sedative effect of @DRUG$ ( @DRUG$ equate to myorelaxant and antiepileptic effects ) suggests that it crataegus laevigata possess a specificity for certain subtypes of benzodiazepine receptors .	The of selective sedative effect highly @DRUG$ anticonvulsant @DRUG$ that to myorelaxant and ( effects ) suggests compared it may possess a specificity for certain subtypes of benzodiazepine receptors .	The highly selective sedative effect of @DRUG$ ( @DRUG$ compared to myorelaxant and effects ) suggests that it may possess a specificity for certain subtypes of benzodiazepine receptors .	@DRUG$ is a highly selective sedative that appears to bind to certain subtypes of benzodiazepine receptors, while @DRUG$ has more general myorelaxant and anticonvulsant effects.	0
0	In contrast, 111In-@DRUG$-OC showed continuous clearance from normal tissues @DRUG$ well as renal and very little hepatobiliary excretion.	In contrast , 111In-@DRUG$ - OC showed uninterrupted clearance from pattern tissues @DRUG$ well as renal and very little hepatobiliary excretion .	In contrast , 111In-@DRUG$ showed OC very continuous clearance from normal tissues @DRUG$ well as renal and - little hepatobiliary excretion .	In contrast , 111In-@DRUG$ OC showed continuous clearance from normal tissues @DRUG$ well as renal and very little hepatobiliary excretion .	@DRUG$ is cleared continuously from normal tissues, as well as renal tissues, but very little hepatobiliary excretion occurs.	1
1	In anesthetized patients undergoing cardiac surgery @DRUG$, unlike sodium @DRUG$, does not increase heart rate.	In put under patients undergoing cardiac surgery @DRUG$ , unlike sodium @DRUG$ , does not increase heart rate .	In anesthetized patients undergoing cardiac , @DRUG$ surgery unlike sodium @DRUG$ , does not increase heart rate .	In anesthetized patients undergoing cardiac surgery @DRUG$ , sodium @DRUG$ , does not increase heart rate .	In anesthetized patients undergoing cardiac surgery, @DRUG$ does not increase heart rate, unlike sodium.	1
0	WHAT THIS STUDY ADDS: This study shows that adjustment of @DRUG$ dose is not warranted when @DRUG$-administered with a moderate CYP3A4 inhibitor.	WHAT THIS discipline attention deficit disorder : This study shows that adjustment of @DRUG$ dose is not warranted when @DRUG$ - administered with a moderate CYP3A4 inhibitor .	WHAT THIS STUDY ADDS : This study not - adjustment of @DRUG$ dose is shows warranted when @DRUG$ that administered with a moderate CYP3A4 inhibitor .	WHAT THIS STUDY This study shows that adjustment of @DRUG$ dose is not warranted when @DRUG$ - administered with a moderate CYP3A4 inhibitor .	If you are taking @DRUG$, you don't need to adjust your dose if you are also taking a moderate CYP3A4 inhibitor.	1
0	@DRUG$ is not very susceptible to peroxidation and appears to function in the skin @DRUG$ a quencher of singlet oxygen, protecting human skin surface from lipid peroxidation due to exposure to UV and other sources of ionizing radiation.	@DRUG$ is not very susceptible to peroxidation and appears to function in the skin @DRUG$ a quencher of singlet o , protecting man skin surface from lipoid peroxidation referable to exposure to UV and other sources of ionizing radiation .	@DRUG$ is exposure very susceptible to peroxidation and appears to function UV the skin @DRUG$ a quencher of singlet not skin protecting human , surface from lipid peroxidation due to oxygen to in and other sources of ionizing radiation .	@DRUG$ is not very susceptible to peroxidation and appears to function in the skin @DRUG$ a quencher of singlet , protecting human skin surface from lipid peroxidation due to exposure to UV and other sources of ionizing radiation .	@DRUG$ is not very susceptible to peroxidation and appears to function in the skin as a quencher of singlet oxygen, protecting human skin surface from lipid peroxidation due to exposure to UV and other sources of ionizing radiation.	1
1	CONCLUSION: @DRUG$ fumarate XR has a dose-proportional pharmacokinetic profile at doses ranging from 300 to 800 @DRUG$ once daily, and a slower time to reach C max and steady state after 3 days of sequential dosing.	CONCLUSION : @DRUG$ fumarate XR has a dose-proportional pharmacokinetic profile at doses ranging from 300 to 800 @DRUG$ once daily , and a slower prison term to reach C goop and steady state after 3 day of sequential dosing .	days : @DRUG$ to XR has a dose-proportional pharmacokinetic profile at doses ranging from 300 to 800 @DRUG$ once dosing , and a slower time fumarate reach C max and steady state after 3 CONCLUSION of sequential daily .	CONCLUSION : @DRUG$ fumarate XR has a dose-proportional pharmacokinetic profile at doses ranging 300 to 800 @DRUG$ once daily , and a slower time to reach C max and steady state days of sequential .	The dose of @DRUG$ is proportional to the amount of @DRUG$ in the body.	0
1	Ranolazine AUC is increased by CYP3A inhibitors ranging from 1.5-fold for @DRUG$ 180 mg once daily to 3.9-fold for ketoconazole 200 @DRUG$ twice daily.	Ranolazine AUC is increase by CYP3A inhibitors ranging from 1.5 - fold for @DRUG$ one hundred eighty mg once daily to 3.9 - fold for ketoconazole 200 @DRUG$ twice daily .	Ranolazine AUC is increased to mg inhibitors ranging from 1.5 - fold for @DRUG$ 180 CYP3A once daily by 3.9 - fold for ketoconazole 200 @DRUG$ twice daily .	Ranolazine AUC is increased by CYP3A inhibitors ranging from 1.5 fold for @DRUG$ 180 mg once daily to 3.9 - fold for ketoconazole 200 @DRUG$ twice daily .	The amount of ranolazine (@DRUG$) in a person's blood is increased by CYP3A inhibitors (@DRUG$) ranging from 1.5 - fold for DRUGA 180 mg once daily to 3.9 - fold for ketoconazole 200 DRUGB twice	0
0	C57BL/6 female mice were fed six different diets (6 mice/diet) containing 10% fat from corn oil (@DRUG$), borage oil (BO), primrose oil (PO), fish-corn oil mix (FC, 9:1, w/w), fish-@DRUG$ mix (FB, 1:3, w/w), or fish-primrose oil mix (FP, 1:3, w/w) for 2 wk.	C57BL / vi female mice were fed sextet different diets ( vi mice / diet ) hold back 10 % blubber from corn oil ( @DRUG$ ) , borage oil ( BO ) , primula oil ( polonium ) , pisces the fishes - corn oil mix ( FC , 9:1 , westward /w ) , pisces the fishes -@DRUG$ mix ( FB , 1:3 , westward /w ) , or pisces the fishes - primula oil mix ( FP , 1:3 , w/w ) for 2 wk .	C57BL / 6 ) mice were w six different diets 1:3 6 mice diet / ) containing 10 % fat from corn oil ( @DRUG$ ) , borage oil ( BO female , 1:3 , ( PO ) , fish - corn oil mix ( FC , 9:1 /w for , ) , fish -@DRUG$ mix ( FB oil ( , w /w ) , or fish - primrose oil mix ( FP , primrose , w/w ) fed 2 wk .	C57BL / 6 female mice fed six different diets 6 mice / diet ) containing 10 % fat from corn oil ( @DRUG$ , borage ( BO ) , primrose oil ( ) , fish - corn oil mix ( FC , 9:1 , w /w ) fish -@DRUG$ ( , 1:3 , w /w ) , or fish - primrose oil mix FP , , w/w ) for 2 wk .	Mice were fed different diets containing different proportions of corn oil, borage oil, primrose oil, fish oil, and a mix of fish oil and either borage oil or primrose oil for two weeks.	1
0	Clinical use of organic @DRUG$ @DRUG$ nitric oxide donors is limited by development of nitrate tolerance and reactive oxygen species formation.	clinical utilisation of organic @DRUG$ @DRUG$ nitric oxide donors is limited by development of nitrate tolerance and reactive oxygen species formation .	Clinical use of organic @DRUG$ @DRUG$ nitric oxide donors nitrate limited by formation of is tolerance and reactive oxygen species development .	Clinical use of organic @DRUG$ @DRUG$ nitric oxide donors is limited by development of nitrate tolerance and reactive oxygen species formation .	Clinical use of organic @DRUG$ @DRUG$ nitric oxide donors is limited by development of nitrate tolerance and reactive oxygen species formation ."This means that using organic DRUGA DRUGB nitric oxide donors clinically is limited by the development of nitrate tolerance and reactive oxygen species	0
0	Further studies have shown both the efficacy of @DRUG$ on secondary endpoints and patients subgroups @DRUG$ well its high cost effectiveness.	Further studies have shown both the efficacy of @DRUG$ on secondary endpoints and patients subgroups @DRUG$ advantageously its high price effectiveness .	Further studies have well both the efficacy of @DRUG$ on secondary endpoints and patients shown @DRUG$ subgroups its high cost effectiveness .	Further studies have shown both the efficacy @DRUG$ on secondary endpoints and patients @DRUG$ well its high cost effectiveness .	@DRUG$ is effective on secondary endpoints and patients subgroups, and it is also very cost effective.	1
0	Half-maximal inhibition (@DRUG$(i)) of (3)H-labeled R1881 (10(-9) @DRUG$) binding occurred at 4.2 +/- 0.5 x 10(-8) M of NG, 3.4 +/- 0.4 x 10(-8) M of dNG and 6.6 +/- 0.8 x 10(-8) M of CPA.	one half - maximal inhibition ( @DRUG$ ( i ) ) of ( 3 ) H - labeled R1881 ( 10 ( - 9 ) @DRUG$ ) binding occur at 4.2 +/- 0.5 disco biscuit 10 ( - octet ) mib of nanogram , 3.4 +/- 0.4 disco biscuit 10 ( - octet ) mib of dNG and 6.6 +/- 0.8 disco biscuit 10 ( - octet ) mib of CPA .	Half 9 maximal inhibition ( @DRUG$ 8 10 ) ) of ( 3 ) H - labeled R1881 , i ( - - ) @DRUG$ ) binding occurred at 4.2 +/- 0.5 x 10 ( ( 8 ) M of NG ( 3.4 +/- 0.4 x 10 ( - 8 ) M of dNG and 6.6 +/- 10 x 0.8 ( - - ) M of CPA .	Half - maximal inhibition ( @DRUG$ ( i ) ) of ( 3 ) H - labeled ( 10 ( - 9 ) @DRUG$ binding occurred at 4.2 +/- 0.5 x 10 ( - 8 ) M of NG , 3.4 +/- 0.4 x 10 ( - 8 ) M of dNG and 6.6 x 10 - 8 ) M of CPA .	Half - maximal inhibition ( @DRUG$ ( i ) ) of ( 3 ) H - labeled R1881 ( 10 ( - 9 ) @DRUG$ ) binding occurred at 4.2 +/- 0.5 x 10 ( - 8 ) M of NG , 3.4 +/- 0.4 x	0
0	The inelastic scattering of OH radicals from the surfaces of a sequence of potentially reactive organic liquids: @DRUG$ (C(30)H(62), 2,6,10,15,19,23-hexamethyltetracosane); squalene (C(30)H(50), trans-2,6,10,15,19,23-hexamethyltetracosa-2,6,10,14,18,22-hexaene); and @DRUG$ (C(18)H(34)O(2), cis-9-octadecanoic acid) was studied experimentally.	The inelastic scattering of OH chemical group from the surfaces of a chronological succession of potentially reactive organic fertiliser liquids : @DRUG$ ( C( 30 ) H (  ) , 2,6,10,15,19,23-hexamethyltetracosane ) ; squalene ( C( 30 ) H ( 50 ) , trans - 2,6,10,15,19,23-hexamethyltetracosa-2,6,10,14,18,22-hexaene ) ; and @DRUG$ ( C( eighteen ) H (  ) O ( 2 ) , cis-9-octadecanoic acid ) was studied experimentally .	The of scattering inelastic OH radicals from acid 30 of a sequence surfaces potentially reactive organic liquids : @DRUG$ ( C( 30 ) H ( 62 ) , 2,6,10,15,19,23-hexamethyltetracosane ) 2 squalene ( C( of ) H ( 50 ) , trans - 2,6,10,15,19,23-hexamethyltetracosa-2,6,10,14,18,22-hexaene ) ; and @DRUG$ ( C( 18 ) H ( 34 ) O ( ; ) , was the ) cis-9-octadecanoic studied experimentally .	inelastic scattering OH radicals from surfaces of a sequence of reactive organic liquids : @DRUG$ ( C( 30 H ( 62 ) , 2,6,10,15,19,23-hexamethyltetracosane ) ; squalene ( C( 30 ) H ( ) , trans - 2,6,10,15,19,23-hexamethyltetracosa-2,6,10,14,18,22-hexaene ) @DRUG$ ( C( 18 ) H ( 34 ) O ( 2 ) , cis-9-octadecanoic acid ) was studied experimentally .	The inelastic scattering of OH radicals from the surfaces of a sequence of potentially reactive organic liquids : @DRUG$ ( C( 30 ) H ( 62 ) , 2,6,10,15,19,23-hexamethyltetracosane ) ; squalene ( C	1
1	Against Pseudomonas aeruginosa @DRUG$ is at least fourfold more active than cefotaxime or @DRUG$ and is approximately as active as azlocillin or piperacillin.	Against Pseudomonas aeruginosa @DRUG$ is at to the lowest degree fourfold more active than cefotaxime or @DRUG$ and is approximately as active as azlocillin or pipracil .	Against Pseudomonas aeruginosa @DRUG$ is at least more fourfold active than cefotaxime approximately @DRUG$ and is or as active as azlocillin or piperacillin .	Against Pseudomonas aeruginosa @DRUG$ is at least fourfold more active than cefotaxime or @DRUG$ and is approximately as active as azlocillin piperacillin .	@DRUG$ is at least fourfold more active than cefotaxime or @DRUG$ and is approximately as active as azlocillin or piperacillin .	0
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): @DRUG$ [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): @DRUG$, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	inside 25 old age after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , retrovir ) was first described as an inhibitor of hiv reproduction , 25 anti-HIV do drugs have been formally approved for clinical use in the treatment of hiv infections : septenary nucleoside repeal transcriptase inhibitors ( NRTIs ) : zidovudine , ddi , dideoxycytosine , stavudine , tc , abacavir and emtricitabine ; unmatched nucleotide repeal transcriptase inhibitor ( NtRTI ) : @DRUG$ [ in its viva prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside repeal transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitors ( PIs ) : @DRUG$ , ritonavir , crixivan , viracept , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; unmatched coalition inhibitor ( FI ) : enfuvirtide ; unmatched co-receptor inhibitor ( CRI ) : maraviroc and unmatched integrase inhibitor ( INI ) : raltegravir .	ritonavir 25 years inhibitor zidovudine ( 3 ' one azido - lamivudine dideoxythymidine , AZT ) was first oral as , inhibitor of its replication , 25 anti-HIV co-receptor have been formally approved for clinical use in the treatment of , infections delavirdine seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , didanosine an ( , ) , 2',3'- , abacavir and emtricitabine : - nucleotide lopinavir transcriptase inhibitor ( NtRTI ) ; @DRUG$ [ in HIV described prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , : , efavirenz and etravirine stavudine ten protease inhibitors zalcitabine PIs ; : @DRUG$ HIV Within , indinavir , nelfinavir , amprenavir , reverse , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion after ( FI ) : enfuvirtide ; one drugs inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 after zidovudine 3 ' - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor HIV replication , 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , , , stavudine , lamivudine , abacavir emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : @DRUG$ [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; protease inhibitors ( PIs ) : @DRUG$ , ritonavir , indinavir nelfinavir , amprenavir lopinavir , , fosamprenavir , and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc one integrase inhibitor ( INI ) : raltegravir	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. Of these 25 drugs, seven are nucleoside reverse transcriptase inhibitors (NRTIs), one is a nucleotide reverse transcriptase inhibitor (NtRTI), four are non	1
0	The effect of difenoxin was blocked with methiothepin (1 @DRUG$/kg) and methysergide (30 micrograms/kg) but not ketanserin (30 micrograms/kg), @DRUG$ (30 mg/kg), ondansetron (10 micrograms/kg) or ICS 205-930 (3 mg/kg).	The impression of difenoxin was blocked with methiothepin ( i @DRUG$ / kg ) and methysergide ( xxx micrograms / kg ) but not ketanserin ( xxx micrograms / kg ) , @DRUG$ ( xxx mg / kg ) , ondansetron (  micrograms / kg ) or united states intelligence community 205-930 ( 3 mg / kg ) .	The ketanserin of difenoxin was blocked with methiothepin ( 1 @DRUG$ / kg ) and methysergide ( 30 micrograms / kg / but ICS kg micrograms 30 ( ) effect ) , @DRUG$ ( 30 mg / kg ) , ondansetron ( 10 micrograms / kg ) or not 205-930 ( 3 mg / kg ) .	The of difenoxin blocked methiothepin ( 1 @DRUG$ / kg ) methysergide ( 30 micrograms / kg ) but not ketanserin ( 30 micrograms ) , @DRUG$ ( 30 mg / kg ) , ondansetron ( 10 micrograms / kg ) or ICS 205-930 ( 3 mg / kg ) .	The effect of difenoxin was blocked with methiothepin ( 1 @DRUG$ / kg ) and methysergide ( 30 micrograms / kg ) but not ketanserin ( 30 micrograms / kg ) , @DRUG$ ( 30 mg / kg ) ,	0
0	@DRUG$ is commonly used in HCT @DRUG$ it is toxic to the marrow.	@DRUG$ is normally used in HCT @DRUG$ it is toxic to the marrow .	@DRUG$ is commonly used in HCT @DRUG$ it is toxic to marrow the .	@DRUG$ commonly used in HCT @DRUG$ it toxic to the marrow .	@DRUG$ is commonly used in HCT @DRUG$, but it is toxic to the marrow.	0
0	Treatment with @DRUG$ and @DRUG$ improves patient-reported outcomes: Results from the ION-1, -2, and -3 clinical trials.	discussion with @DRUG$ and @DRUG$ improves patient-reported outcomes : Results from the ION - 1 , - 2 , and -  clinical trials .	Treatment - @DRUG$ the @DRUG$ improves patient-reported outcomes : Results from and ION with 1 , - 2 , and - 3 clinical trials .	Treatment with @DRUG$ and @DRUG$ improves patient-reported outcomes : Results from ION - 1 - 2 , and - 3 clinical trials .	The use of @DRUG$ and @DRUG$ together improves patient-reported outcomes.	0
0	The Efficacy of @DRUG$ @DRUG$ in Models of Trigeminal, Neuropathic, and Visceral Pain: The Involvement of 5-HT1B/1D Serotonergic and CB1/CB2 Cannabinoid Receptors.	The Efficacy of @DRUG$ @DRUG$ in simulate of trigeminal , Neuropathic , and Visceral Pain : The Involvement of five - HT1B /1D Serotonergic and CB1 / CB2 Cannabinoid Receptors .	The Efficacy / @DRUG$ @DRUG$ in HT1B of Trigeminal , Neuropathic , and Visceral Pain : The CB2 of 5 - Models /1D Serotonergic and CB1 of Involvement Cannabinoid Receptors .	The Efficacy of @DRUG$ @DRUG$ in Models of Trigeminal , Neuropathic , and Visceral Pain : The Involvement of 5 HT1B /1D Serotonergic and CB1 / CB2 Cannabinoid Receptors	The efficacy of @DRUG$ in models of trigeminal, neuropathic, and visceral pain is due, in part, to the involvement of 5-HT1B/1D serotonergic and CB1/CB2 cannabinoid receptors.	1
0	PURPOSE: The study was designed to evaluate the effect of delayed release (DR) on absorption and bioavailability of intestinally metabolized drugs after oral dosing, using the HMG-CoA reductase inhibitor @DRUG$, a CYP3A substrate, @DRUG$ a model drug.	PURPOSE : The study was designed to evaluate the effect of delayed outlet ( DR ) on absorption and bioavailability of intestinally metabolized drug after oral dose , using the HMG - CoA reductase inhibitor @DRUG$ , a CYP3A substratum , @DRUG$ a model drug .	- : The study model designed to evaluate the effect of delayed release ( DR ) on absorption and bioavailability of intestinally drugs metabolized , oral dosing , using the HMG PURPOSE CoA reductase inhibitor @DRUG$ after a CYP3A substrate , @DRUG$ a was drug .	PURPOSE The study was designed to evaluate the of delayed release ( DR ) on absorption and of intestinally metabolized drugs after oral dosing , using the HMG - CoA inhibitor @DRUG$ , a CYP3A , @DRUG$ a model drug .	The study was designed to evaluate the effect of delayed release on absorption and bioavailability of intestinally metabolized drugs after oral dosing.	1
0	Therefore, we studied the serum concentrations of @DRUG$ after ingestion of RRR-alpha-@DRUG$, all-rac-alpha-tocopheryl acetate, RRR-alpha-tocopherol, RRR-alpha-tocopheryl succinate, and RRR-alpha-tocopheryl acetate plus apple pectin by each of 20 adult human subjects.	thence , we studied the serum concentrations of @DRUG$ after ingestion of RRR - alpha - @DRUG$ , all- rac- alpha-tocopheryl ethanoate , RRR - alpha-tocopherol , RRR - alpha-tocopheryl succinate , and RRR - alpha-tocopheryl ethanoate plus apple pectin by each of twenty adult human being subjects .	subjects acetate we studied the serum concentrations of @DRUG$ after ingestion of RRR - alpha - @DRUG$ , all- rac- alpha-tocopheryl , , and - alpha-tocopherol , RRR - alpha-tocopheryl Therefore , RRR RRR - alpha-tocopheryl acetate plus apple pectin by each of 20 adult human succinate .	Therefore , we studied the serum concentrations of @DRUG$ after ingestion of RRR - alpha - @DRUG$ , all- rac- alpha-tocopheryl acetate , RRR - alpha-tocopherol , RRR - alpha-tocopheryl succinate , and - alpha-tocopheryl acetate plus apple by each of 20 adult human subjects .	We studied how much of the drug @DRUG$ is in the blood after people take the drug @DRUG$. We did this by giving each of 20 adult human subjects different doses of each drug and then measuring how much DRUGA was in their blood.	0
0	Nonproportional kinetics were observed for @DRUG$.o. administered maropitant at doses ranging from 2 to 16 mg/kg but dose proportionality was demonstrated at higher doses (20-50 @DRUG$/kg).	Nonproportional dynamics were observed for @DRUG$.o. administered maropitant at doses ranging from 2 to  mg / kg but dose proportionality was demonstrated at higher doses ( 20 - l @DRUG$ / kg ) .	Nonproportional kinetics were maropitant for @DRUG$.o. administered ranging at doses 20 from 2 to 16 mg / kg but dose proportionality was demonstrated at higher doses ( observed - 50 @DRUG$ / kg ) .	kinetics were observed for @DRUG$.o. administered at doses ranging from 2 to 16 mg / kg but proportionality was demonstrated at higher ( 20 - 50 @DRUG$ / kg ) .	Nonproportional kinetics" means that the relationship between the two drugs is not linear (that is, it does not follow a straight line). "Dose proportionality" means that the relationship between the two drugs is linear (that is, it follows a straight line). "At higher doses	1
1	CONCLUSION: This study showed that, compared with @DRUG$, initial therapy with @DRUG$ in patients with Parkinson's disease is associated with a lower risk of response fluctuations at the cost of a marginally reduced symptomatic improvement and some tolerability disadvantages that are mostly limited to a significantly higher frequency of peripheral oedema.	CONCLUSION : This cogitation showed that , compared with @DRUG$ , initial therapy with @DRUG$ in patient role with Parkinson 's disease is associated with a low risk of response fluctuations at the cost of a marginally reduced symptomatic improvement and some tolerability disadvantages that are mostly modified to a significantly higher frequency of peripheral device oedema .	CONCLUSION : This study showed that , cost with @DRUG$ , initial therapy with @DRUG$ in patients with Parkinson 's limited higher associated with a lower risk of response fluctuations at the compared of a marginally significantly symptomatic improvement and some tolerability disadvantages disease are mostly that to a reduced is frequency of peripheral oedema .	CONCLUSION : This study showed that , compared with @DRUG$ , therapy with @DRUG$ in patients with Parkinson disease is associated with a lower risk of response fluctuations at the cost of a marginally reduced symptomatic improvement and some tolerability disadvantages that are mostly limited to a significantly frequency of peripheral	@DRUG$ is better than @DRUG$ in terms of response fluctuations, but DRUGB is better in terms of symptomatic improvement and tolerability.	0
0	A search for @DRUG$ analogues that could potentially undergo this reaction with DNA more efficiently identified @DRUG$ as an ideal candidate.	A search for @DRUG$ analogues that could potentially undergo this reaction with DNA more expeditiously identified @DRUG$ as an ideal prospect .	A search for @DRUG$ analogues that an potentially undergo this reaction candidate DNA more efficiently identified @DRUG$ as could ideal with .	A search for @DRUG$ analogues that could potentially undergo this reaction with DNA more identified @DRUG$ as an ideal candidate .	@DRUG$ is a potential candidate for a drug that could interact more efficiently with DNA, and @DRUG$ is an ideal candidate for this drug.	0
0	When data for titration and maintenance periods were combined, @DRUG$ 800 @DRUG$ (p = 0.001) and 1,200 mg (p < 0.001) both reduced SSF.	When data point for titration and maintenance periods were combined , @DRUG$ 800 @DRUG$ ( atomic number  = 0.001 ) and 1,200 milligram ( atomic number  < 0.001 ) both reduced SSF .	for data both titration and maintenance periods were combined , @DRUG$ 800 @DRUG$ ( p = 0.001 and ) 1,200 mg ( p < 0.001 ) When reduced SSF .	data for titration and maintenance periods , @DRUG$ 800 @DRUG$ ( p = 0.001 ) and 1,200 mg ( p < 0.001 both reduced SSF .	When data for titration and maintenance periods were combined, @DRUG$ 800 mg and 1,200 mg both reduced SSF.	1
0	METHODS AND RESULTS: In a double-blind trial, 3090 patients with a previous myocardial infarction or stable angina, total cholesterol of 180 to 250 @DRUG$/dL, HDL-C < or =45 mg/dL, triglycerides < or =300 mg/dL, and low-density lipoprotein @DRUG$ < or =180 mg/dL were randomized to receive either 400 mg of bezafibrate per day or a placebo; they were followed for a mean of 6.2 years.	METHODS AND termination : In a two baser - screen trial , 3090 patients with a previous myocardial infarct or stable angina pectoris , total cholesterol of 180 to 250 @DRUG$ / dL , hdl -C < or = 45 mg / dL , triglycerides < or =300 mg / dL , and low-density lipoprotein @DRUG$ < or = 180 mg / dL were randomized to receive either cd mg of bezafibrate per day or a placebo ; they were followed for a mean of 6.2 twelvemonth .	METHODS AND mg : In a double - blind trial , 3090 or with a previous , infarction patients stable angina , total cholesterol of 180 to 250 @DRUG$ / dL , HDL -C < = mg 45 or / randomized , triglycerides < or =300 RESULTS / dL myocardial and low-density lipoprotein @DRUG$ < or = 180 mg / dL were bezafibrate years receive either 400 mg of dL per day or a placebo ; they were followed for a mean of 6.2 to .	METHODS AND RESULTS : In a double - blind trial , 3090 patients with a previous myocardial or stable angina , cholesterol of to 250 @DRUG$ / dL , HDL -C < or = 45 mg / , < or =300 mg / dL , and low-density lipoprotein @DRUG$ < 180 mg / dL were randomized to receive either 400 mg of bezafibrate per day or a placebo they followed for a mean of 6.2 years .	In a double - blind trial, 3090 patients with a previous myocardial infarction or stable angina, total cholesterol of 180 to 250 @DRUG$/dL, HDL-C < or = 45 mg/dL, triglycerides < or =300 mg/dL, and low-	1
0	Piperaquine-based ACT began as China-Vietnam 4 (CV4): dihydroartemisinin [DHA], trimethoprim, piperaquine phosphate and @DRUG$ @DRUG$), which was followed by CV8 (the same components as CV4 but in increased quantities), Artecom (in which primaquine was omitted) and Artekin or Duo-Cotecxin (DHA and piperaquine phosphate only).	Piperaquine - based ACT set out as China-Vietnam 4 ( CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine inorganic phosphate and @DRUG$ @DRUG$ ) , which was come after by CV8 ( the same factor as CV4 but in increase quantity ) , Artecom ( in which primaquine was omitted ) and Artekin or Duo-Cotecxin ( DHA and piperaquine inorganic phosphate only ) .	Piperaquine - based ACT began which China-Vietnam 4 ( followed ) Artecom dihydroartemisinin [ DHA ] , trimethoprim , in phosphate and @DRUG$ @DRUG$ ) , as was CV4 by CV8 ( the increased components as CV4 but in ) quantities ) , : ( piperaquine which primaquine was omitted ) and Artekin or Duo-Cotecxin ( DHA and piperaquine phosphate only same .	Piperaquine - based ACT began as China-Vietnam 4 ( CV4 ) dihydroartemisinin [ DHA ] , trimethoprim , piperaquine phosphate and @DRUG$ @DRUG$ ) , which was followed by CV8 ( the same components as CV4 but quantities ) Artecom in which was omitted ) and Artekin Duo-Cotecxin ( DHA and piperaquine phosphate only .	Piperaquine - based ACT began as China-Vietnam 4 ( CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine phosphate and @DRUG$ @DRUG$ ) , which was followed by CV8 ( the same	0
1	An analysis of the modeled enzyme-substrate interactions allows us to rationalize the reduced metabolic activity of the larger substrate @DRUG$ compared to @DRUG$.	An analysis of the modeled enzyme-substrate interactions allow us to rationalize the reduced metabolic body process of the larger substrate @DRUG$ compared to @DRUG$ .	An analysis of the modeled enzyme-substrate reduced allows us to the rationalize interactions metabolic activity of the larger substrate @DRUG$ compared to @DRUG$ .	An analysis of the modeled enzyme-substrate interactions allows us to rationalize the reduced activity of the larger substrate @DRUG$ compared to @DRUG$ .	The smaller substrate (@DRUG$) is more active than the larger substrate (@DRUG$) because it can more easily bind to the enzyme.	0
0	CONCLUSIONS AND CLINICAL IMPORTANCE: Administration of deracoxib to healthy dogs resulted in significantly lower gastric lesion scores, and fewer days of vomiting compared to @DRUG$, indicating that @DRUG$ is better tolerated than aspirin in some dogs.	CONCLUSIONS AND CLINICAL importance : governing body of deracoxib to healthy dogs resulted in significantly lower gastric wound scores , and few days of vomiting compared to @DRUG$ , indicating that @DRUG$ is better tolerated than aspirin in some dogs .	CONCLUSIONS AND to IMPORTANCE : dogs of Administration CLINICAL healthy deracoxib resulted in significantly lower gastric lesion scores , aspirin fewer days of vomiting compared to @DRUG$ , indicating that @DRUG$ is better tolerated than and in some dogs .	CONCLUSIONS CLINICAL IMPORTANCE : Administration of deracoxib to healthy dogs resulted in significantly lower gastric lesion scores , and days of vomiting compared to @DRUG$ , indicating that @DRUG$ is better tolerated than aspirin in some dogs .	Deracoxib is better tolerated than aspirin in some dogs.	1
0	Once-daily oral treatments comprised nebivolol (20 mg), valsartan (320 mg), and nebivolol-@DRUG$ combination (20/320 @DRUG$).	Once-daily viva treatments comprised nebivolol ( 20 mg ) , diovan ( 320 mg ) , and nebivolol - @DRUG$ combination ( 20/320 @DRUG$ ) .	Once-daily oral , comprised nebivolol ( 20 ( ) , valsartan mg 320 mg ) treatments and nebivolol - @DRUG$ combination ( 20/320 @DRUG$ ) .	Once-daily oral treatments comprised nebivolol ( 20 mg ) , valsartan ( 320 mg ) , and nebivolol - @DRUG$ combination ( 20/320 @DRUG$ ) .	Nebivolol ( 20 mg ) , valsartan ( 320 mg ) , and nebivolol - @DRUG$ combination ( 20/320 @DRUG$ ) are all once-daily oral treatments.	0
1	CONCLUSIONS: Single-dose administration of @DRUG$ plus DM was safe and well tolerated in HVs and resulted in a significant increase in systemic exposures of @DRUG$ in extensive metabolizers.	CONCLUSIONS : Single-dose administration of @DRUG$ asset DM was safe and intimately tolerated in HVs and resulted in a meaning increase in systemic exposures of @DRUG$ in extensive metabolizers .	CONCLUSIONS : HVs administration of @DRUG$ plus DM was safe and Single-dose tolerated in well and resulted in a significant increase in systemic exposures metabolizers @DRUG$ in extensive of .	CONCLUSIONS : Single-dose administration of @DRUG$ plus DM was safe and well tolerated in HVs and resulted in a increase in systemic exposures of @DRUG$ in extensive metabolizers .	Single-dose administration of @DRUG$ plus DM was safe and well tolerated in HVs and resulted in a significant increase in systemic exposures of @DRUG$ in extensive metabolizers ."This means that when DRUGA and DM are taken together, the systemic exposure (or amount of the drug	0
0	Clarithromycin was as effective @DRUG$ @DRUG$ and other appropriate drugs including beta-lactams (penicillins and cephalosporins) in some of the above infections.	Clarithromycin was as effective @DRUG$ @DRUG$ and other appropriate drugs include beta-lactams ( penicillins and mefoxin ) in some of the above infections .	including was as effective @DRUG$ @DRUG$ and other ( drugs Clarithromycin beta-lactams appropriate penicillins and cephalosporins ) in some of the above infections .	Clarithromycin was as effective @DRUG$ @DRUG$ other appropriate drugs including beta-lactams ( penicillins and cephalosporins ) in some of above infections .	Clarithromycin was as effective as other appropriate drugs including beta-lactams (penicillins and cephalosporins) in some of the above infections.	1
0	@DRUG$ was identified @DRUG$ the most potent of the PDE3 modulators evaluated.	@DRUG$ was identified @DRUG$ the most strong of the PDE3 modulators evaluated .	@DRUG$ was identified @DRUG$ the most potent of the PDE3 modulators evaluated .	@DRUG$ was identified @DRUG$ the most potent of the PDE3 modulators .	@DRUG$ is more potent than @DRUG$.	0
0	PURPOSE: To study the biocompatibility of a @DRUG$ preparation @DRUG$ a material for small-vessel stent-grafts in rabbits.	PURPOSE : To study the biocompatibility of a @DRUG$ preparation @DRUG$ a material for minuscule - watercraft stent- grafts in rabbits .	PURPOSE : To stent- the grafts of a @DRUG$ preparation @DRUG$ a material for small - vessel study biocompatibility in rabbits .	PURPOSE : To the biocompatibility of a @DRUG$ preparation @DRUG$ a material - vessel stent- grafts in rabbits .	The purpose of this study is to investigate how well a preparation of @DRUG$ interacts with a material called @DRUG$ in rabbits.	0
1	Double-blind comparative trials indicate that the efficacy of aceclofenac is at least equivalent to that of ketoprofen and similar to that of indomethacin and @DRUG$ in patients with rheumatoid arthritis, similar to that of diclofenac and piroxicam in patients with osteoarthritis of the knee and similar to that of @DRUG$, indomethacin and naproxen in patients with ankylosing spondylitis.	Double- subterfuge comparative trials point that the efficacy of aceclofenac is at to the lowest degree equivalent to that of ketoprofen and similar to that of indomethacin and @DRUG$ in patients with rheumatoid arthritis , similar to that of diclofenac and piroxicam in patients with osteoarthritis of the human knee and similar to that of @DRUG$ , indomethacin and naprosyn in patients with ankylose spondylitis .	Double- blind comparative trials indicate that the efficacy of aceclofenac is with least equivalent to that of ketoprofen and similar of that knee indomethacin and @DRUG$ in patients with rheumatoid arthritis , similar to that piroxicam diclofenac and of in patients with osteoarthritis to the of and similar to that of @DRUG$ , indomethacin and patients in naproxen at spondylitis ankylosing .	Double- blind comparative trials indicate that the efficacy aceclofenac is least equivalent to that of ketoprofen similar that of indomethacin and @DRUG$ in patients with rheumatoid arthritis , similar to that of diclofenac and piroxicam in patients with osteoarthritis of similar to that of @DRUG$ , indomethacin and naproxen in patients with ankylosing spondylitis .	Double- blind comparative trials indicate that the efficacy of aceclofenac is at least equivalent to that of ketoprofen and similar to that of indomethacin and @DRUG$ in patients with rheumatoid arthritis , similar to that of diclofenac and	1
0	x) and the regulatory sulfonylurea receptor (SUR(x)) subunits exist in a 4:4 stoichiometry to form hetero-octameric @DRUG$-sensitive @DRUG$ channel (K(ATP)) channels, which are widely distributed in various types of tissues at either the plasma membrane (cellK(ATP)) or mitochondrial inner membrane (the mitochondrial form of K(ATP) channel, mitoK(ATP)).	x ) and the regulative sulfonylurea receptor ( SUR ( x ) ) subunits exist in a 4:4 stoichiometry to form hetero-octameric @DRUG$ - sensitive @DRUG$ channel ( K( ATP ) ) canal , which are wide distributed in respective types of tissues at either the plasma tissue layer ( prison cell K ( ATP ) ) or mitochondrial interior tissue layer ( the mitochondrial form of K ( ATP ) channel , mito K ( ATP ) ) .	x K( and the regulatory sulfonylurea receptor ( at ( ) x ) subunits exist in a K ) to form hetero-octameric @DRUG$ - sensitive @DRUG$ channel ( ) ATP ) ) channels , which are widely distributed in various types of tissues SUR either the plasma membrane ( cell K ( ATP stoichiometry ( or mitochondrial inner mito ) the mitochondrial form of 4:4 ( ATP ) channel , membrane K ( ATP ) ) .	and the receptor SUR ( x ) ) subunits exist a 4:4 stoichiometry to form hetero-octameric @DRUG$ - sensitive @DRUG$ channel ( K( ATP ) ) channels , which are widely distributed in various types tissues at either the plasma membrane ( cell K ( ATP ) ) or mitochondrial inner membrane ( the mitochondrial form of K ( ATP ) channel , ( ATP ) ) .	x ) and the regulatory sulfonylurea receptor ( SUR ( x ) ) subunits exist in a 4:4 stoichiometry to form hetero-octameric @DRUG$ - sensitive @DRUG$ channel ( K( ATP ) ) channels . These channels are widely distributed in various	0
0	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, @DRUG$, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): @DRUG$ and one integrase inhibitor (INI): raltegravir.	Within  yr after zidovudine ( trey ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication ,  anti-HIV drug have been officially sanction for clinical use in the treatment of HIV transmission : septenary nucleoside rearward transcriptase inhibitors ( nucleoside reverse transcriptase inhibitor ) : zidovudine , didanosine , dideoxycytosine , @DRUG$ , tc , abacavir and emtricitabine ; one nucleotide rearward transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug strain : tenofovir disoproxil fumarate ( TDF ) ] ; quaternity non-nucleoside rearward transcriptase inhibitors ( NNRTIs ) : nevirapine , rescriptor , efavirenz and etravirine ; ten protease inhibitors ( PIs ) : saquinavir , ritonavir , crixivan , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : @DRUG$ and one integrase inhibitor ( INI ) : raltegravir .	lopinavir 25 TDF after zidovudine ( 3 ' as azido - 2',3'- dideoxythymidine , AZT Within was first seven - an fumarate years HIV ( , 25 anti-HIV drugs , been formally approved , clinical use in : indinavir of HIV infections : described nucleoside reverse ; inhibitors ( NRTIs ) : zidovudine , didanosine , zalcitabine have @DRUG$ , lamivudine , abacavir and emtricitabine ; one nucleotide oral transcriptase inhibitor ( NtRTI ) : tenofovir [ in its reverse prodrug form : tenofovir disoproxil inhibitor ( of ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine for efavirenz and etravirine ; ten treatment inhibitors ( PIs ) : saquinavir , ritonavir , protease darunavir nelfinavir , amprenavir , ) , atazanavir , fosamprenavir , tipranavir and , ; one fusion inhibitor ( FI ) the enfuvirtide transcriptase one co-receptor inhibitor replication CRI ) : @DRUG$ and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after zidovudine 3 ' - azido - 2',3'- dideoxythymidine AZT ) was first described as an inhibitor of HIV replication 25 anti-HIV have been for clinical in the of HIV infections : seven nucleoside reverse inhibitors ( ) : zidovudine didanosine , zalcitabine , @DRUG$ , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( ) : nevirapine , delavirdine , efavirenz and etravirine ten protease inhibitors PIs ) : saquinavir , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : @DRUG$ and one integrase inhibitor ( INI ) : .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
0	The in vivo absorption of @DRUG$ from micellar solubilized solutions of free alpha-tocopherol and alpha-@DRUG$ was investigated using isolated loops of rat jejunum and found to be similar.	The in vivo absorption of @DRUG$ from micellar solubilized solutions of free alpha-tocopherol and alpha-@DRUG$ was investigated using isolated loops of git jejunum and establish to be similar .	be in vivo absorption of @DRUG$ from micellar solubilized solutions of free alpha-tocopherol and similar was investigated using isolated loops of rat jejunum and found to The alpha-@DRUG$ .	The in vivo absorption of @DRUG$ from micellar solubilized solutions of free alpha-tocopherol and alpha-@DRUG$ was using isolated loops of rat jejunum and found to be similar .	The absorption of @DRUG$ from micellar solubilized solutions of free alpha-tocopherol and alpha-@DRUG$ was found to be similar.	0
0	Three potential probe substrates [3'-azido-3'-@DRUG$ (AZT), morphine, and @DRUG$], were evaluated using recombinant UGTs and human liver microsomes (HLMs; n = 54).	Three potential probe substrate [ 3 ' - azido - 3 ' - @DRUG$ ( zidovudine ) , morphine , and @DRUG$ ] , were valuate using recombinant UGTs and homo liver microsomes ( HLMs ; n = 54 ) .	Three potential HLMs substrates recombinant 3 ' - azido - 3 , - @DRUG$ ( AZT ) , morphine ' and @DRUG$ ] , were evaluated using [ UGTs and human liver n ( probe ; microsomes = 54 ) .	Three potential probe substrates [ 3 ' - azido 3 ' - @DRUG$ ( AZT ) , morphine , and @DRUG$ ] , were evaluated using UGTs and human liver microsomes ( HLMs ; n = 54 ) .	The study found that AZT was a poor probe substrate for UGTs, whereas morphine was a good probe substrate. @DRUG$ was a good probe substrate for UGTs and HLMs.	1
0	The study consisted of two treatments, which were arranged according to a crossover design that evaluated the dose of each (arotinolol 10 @DRUG$ per day and propranolol 40 mg per day, arotinolol 20 mg per day and propranolol 80 mg per day, arotinolol 30 mg per day and @DRUG$ 160 mg per day).	The learn consisted of two discussion , which were arranged according to a crosswalk design that evaluated the dose of each ( arotinolol 10 @DRUG$ per day and propranolol 40 mg per day , arotinolol 20 mg per day and propranolol 80 mg per day , arotinolol thirty mg per day and @DRUG$  mg per day ) .	The study consisted of two 30 , which were arranged according to a crossover design that evaluated the dose of each ( arotinolol 10 @DRUG$ per day and propranolol 40 mg per day , arotinolol 20 mg per day and propranolol 80 mg per day , arotinolol treatments mg per day and @DRUG$ 160 mg ) day per .	study consisted of two treatments , which were arranged according to a crossover design evaluated the of each ( arotinolol 10 @DRUG$ per day and 40 mg per day , arotinolol 20 mg per day propranolol 80 mg per day , arotinolol 30 mg per day and @DRUG$ 160 mg per ) .	The study consisted of two treatments, which were arranged according to a crossover design that evaluated the dose of each ( arotinolol 10 @DRUG$ per day and propranolol 40 mg per day, arotinolol 20 mg per day and propranolol 80 mg per	1
0	Competition experiments were performed to determine the affinities for SV2A of a variety of compounds including levetiracetam, some of its analogues and other molecules known to interact with @DRUG$ binding sites in rat brain such as @DRUG$, pentylenetetrazol and chlordiazepoxide.	Competition experiments were performed to determine the affinities for SV2A of a variety of compounds including levetiracetam , some of its parallel and other molecules known to interact with @DRUG$ binding sites in grass wit such as @DRUG$ , metrazol and chlordiazepoxide .	Competition experiments were to performed chlordiazepoxide the affinities for SV2A levetiracetam a variety of compounds some of , including of its analogues and other molecules known to interact with @DRUG$ binding sites in rat brain such as @DRUG$ , pentylenetetrazol and determine .	Competition experiments were performed determine the affinities for SV2A of a variety of compounds levetiracetam , of its other molecules known to interact with @DRUG$ sites in brain as @DRUG$ , pentylenetetrazol and chlordiazepoxide .	Levetiracetam and its analogues compete with other molecules known to interact with @DRUG$ binding sites in rat brain for access to SV2A.	1
0	A 2-year, Phase I/II, single-masked (masked patient and visual acuity examiner, unmasked investigator), multicenter trial evaluated the tolerability and efficacy of the combination of ranibizumab 0.5 @DRUG$ and @DRUG$ photodynamic therapy (PDT) compared with verteporfin PDT alone in 162 patients with predominantly classic CNV.	A 2 - year , Phase ace / deuce , single-masked ( masked patient and visual acuity examiner , unmasked investigator ) , multicenter trial evaluate the tolerability and efficacy of the combination of ranibizumab 0.5 @DRUG$ and @DRUG$ photodynamic therapy ( PDT ) compared with verteporfin PDT alone in 162 patient role with preponderantly classic CNV .	I 2 - year , Phase A / II , single-masked ( investigator the patient visual acuity examiner , unmasked masked ) , multicenter and evaluated trial tolerability and efficacy of the combination of ranibizumab 0.5 @DRUG$ and @DRUG$ photodynamic therapy ( PDT ) compared with verteporfin PDT alone in 162 patients with predominantly classic CNV .	A 2 - year , Phase I / , single-masked ( masked patient visual acuity examiner , unmasked ) multicenter trial evaluated the tolerability and efficacy of the combination of ranibizumab 0.5 @DRUG$ and @DRUG$ photodynamic therapy ( PDT ) with verteporfin PDT alone 162 patients with predominantly classic CNV .	A 2 - year , Phase I / II , single-masked ( masked patient and visual acuity examiner , unmasked investigator ) , multicenter trial evaluated the tolerability and efficacy of the combination of ranibizumab 0.5 @DRUG$ and @DRUG$ photodynamic therapy	0
0	The distribution half-life of @DRUG$ out of the central compartment to peripheral and deep tissue compartments (t1/2 alpha) may be @DRUG$ short as 4 hours.	The distribution half - life of @DRUG$ out of the key compartment to computer peripheral and recondite tissue compartments ( t1/2 alpha ) may be @DRUG$ short as 4 hours .	The distribution t1/2 - life of @DRUG$ out of the central compartment ) peripheral and deep tissue compartments to half alpha ( may be @DRUG$ short as 4 hours .	The distribution half - life of @DRUG$ out of the compartment to peripheral and tissue compartments ( t1/2 alpha may be @DRUG$ short as hours .	The distribution half - life of @DRUG$ out of the central compartment to peripheral and deep tissue compartments ( t1/2 alpha ) may be @DRUG$ short as 4 hours .	0
0	The purpose of this study is to investigate the molecular and pharmacologic properties of TAS-108 compared with other antiestrogenic agents such as tamoxifen,@DRUG$, and @DRUG$.	The purpose of this study is to look into the molecular and pharmacological properties of TAS - 108 compare with other antiestrogenic agents such as tamoxifen , @DRUG$ , and @DRUG$ .	The purpose of this study is other investigate the molecular and pharmacologic agents of with - 108 compared TAS to antiestrogenic properties such as tamoxifen , @DRUG$ , and @DRUG$ .	The purpose of this study is to investigate the molecular and pharmacologic properties of TAS compared with other antiestrogenic agents such as tamoxifen , @DRUG$ and @DRUG$ .	The purpose of this study is to investigate the molecular and pharmacologic properties of TAS - 108 compared with other antiestrogenic agents such as tamoxifen and other drugs.	1
0	This property, together with the pharmacokinetic indication of a short-acting drug, may characterize @DRUG$ @DRUG$ a ligand endowed with less side-effects typical of full agonits such as diazepam (CAS 439-14-5) and alprazolam.	This property , together with the pharmacokinetic indicant of a short-acting drug , may characterize @DRUG$ @DRUG$ a ligand endowed with less side-effects distinctive of full agonits such as diazepam ( calcium 439 - xiv - 5 ) and alprazolam .	This property , together with the pharmacokinetic indication of a short-acting - , may characterize @DRUG$ @DRUG$ a ligand endowed side-effects less of typical as full agonits such with diazepam ( CAS 439 - 14 drug 5 ) and alprazolam .	This property , together with the pharmacokinetic indication of short-acting drug , may characterize @DRUG$ @DRUG$ a ligand endowed with less side-effects typical of full agonits such as diazepam ( CAS 439 - 14 5 ) and alprazolam .	@DRUG$ is a short-acting drug with less side-effects typical of full agonists such as diazepam ( CAS 439 - 14 - 5 ) and alprazolam .	1
0	The remaining 127 patients received a daily dose of 10 @DRUG$ of @DRUG$ for 1 week and were monitored again at the end of this week.	The stay on 127 patients received a daily dose of ten @DRUG$ of @DRUG$ for 1 week and were monitored again at the end of this week .	at remaining 127 patients received a daily dose of 10 @DRUG$ of @DRUG$ for 1 week and were monitored again The the end of this week .	remaining 127 patients received daily dose of 10 @DRUG$ of @DRUG$ for 1 week and were monitored again at the end of this week .	@DRUG$ was administered to 127 patients in the form of 10 DRUGA per day for 1 week. These patients were then monitored again at the end of this week.	1
0	For 40% fT>MIC and >97.5% PTA, the breakpoints were 0.125 mg/@DRUG$ (500 @DRUG$ twice daily), 0.25 mg/L (250 mg three times daily and 875 mg twice daily), 0.5 mg/L (500 mg three times daily) and 1 mg/L (750, 875 or 1000 mg three times daily and 500 mg four times daily).	For twoscore % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / @DRUG$ ( d @DRUG$ doubly day by day ) , 0.25 mg / litre ( 250 mg three time day by day and 875 mg doubly day by day ) , 0.5 mg / litre ( d mg three time day by day ) and ace mg / litre ( 750 , 875 or 1000 mg three time day by day and d mg four time day by day ) .	mg 40 % fT>MIC and > 97.5 % PTA , the and were three mg / @DRUG$ ( 500 @DRUG$ twice daily ) , 0.25 mg / mg ( 250 and three times daily breakpoints 875 For twice 1 ) mg 0.5 mg / L ( 500 L 0.125 times daily ) , daily mg / L ( 750 , 875 or 1000 mg three times daily and 500 mg four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , breakpoints were 0.125 mg / @DRUG$ ( 500 @DRUG$ twice ) , 0.25 mg / L ( 250 mg times and 875 mg twice daily ) , 0.5 mg / ( 500 mg three times daily ) and 1 mg L 750 , or 1000 mg three times daily and 500 mg four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / @DRUG$ ( 500 @DRUG$ twice daily ) , 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily ) , 0.5	0
0	METHODS: Data were identified using MEDLINE and National Library of Medicine Gateway searches for English-language literature (key words: anidulafungin, esophageal candidiasis, echinocandin, @DRUG$, ravuconazole, voriconazole, posaconazole, micafungin, and @DRUG$; years: 1996-2004), and from meeting abstracts of the American Society for Blood and Marrow Transplantation (Arlington Heights, Illinois), European Congress of Clinical Microbiology and Infectious Diseases (Basel, Switzerland), International Conference on Antimicrobial Agents and Chemotherapy (Washington, DC), and Infectious Diseases Society of America (Arlington, Virginia).	method : Data were identify using medline and National Library of Medicine Gateway searches for English - language literature ( key run in : anidulafungin , esophageal candidiasis , echinocandin , @DRUG$ , ravuconazole , voriconazole , posaconazole , micafungin , and @DRUG$ ; old age : 1996-2004 ) , and from meeting abstracts of the American Society for bloodline and Marrow Transplantation ( Arlington meridian , land of lincoln ) , European Congress of Clinical microbiology and Infectious Diseases ( Basel , Switzerland ) , International Conference on Antimicrobial Agents and Chemotherapy ( Washington , DC ) , and Infectious Diseases Society of united states ( Arlington , Virginia ) .	METHODS : Data were identified using MEDLINE National and , of Medicine Gateway searches for English - language literature ( key words : anidulafungin candidiasis the Marrow , echinocandin , @DRUG$ , Chemotherapy , voriconazole , posaconazole , Society , and @DRUG$ ; years : 1996-2004 ) , and from meeting Switzerland of esophageal American micafungin for Blood and , Transplantation ( Arlington Heights , Illinois ) , European Congress of Clinical Microbiology and Infectious Diseases ) , Library abstracts ( Basel International Conference on Antimicrobial Agents and ravuconazole ( Washington , DC ) , and Infectious Diseases Society of America ( Arlington , Virginia ) .	METHODS : Data were identified using MEDLINE and National Library of Medicine Gateway searches for English - language literature ( key words : anidulafungin , esophageal candidiasis , , @DRUG$ , ravuconazole , , posaconazole , , @DRUG$ ; years : 1996-2004 ) and from meeting abstracts of the American Society for Blood and Marrow Arlington Heights , Illinois ) , European Congress of Clinical Microbiology and Infectious Diseases ( , Switzerland ) , International Conference on Antimicrobial Agents and Chemotherapy ( Washington , DC ) , and Infectious Diseases Society of America ( Arlington ) .	METHODS : Data were identified using MEDLINE and National Library of Medicine Gateway searches for English - language literature ( key words : anidulafungin , esophageal candidiasis , echinocandin , @DRUG$ , ravuconazole , voriconazole	1
1	RESULTS: The treatment of rhein markedly reduced the ALT activity, HA and PC-III concentrations, and liver @DRUG$ level in CCl4/@DRUG$-injured rats (P<0.01).	consequence : The treatment of rhein markedly reduced the ALT activeness , HA and PC - III immersion , and liver @DRUG$ level in CCl4 / @DRUG$ - injured rats ( P<0.01 ) .	RESULTS : The treatment ALT rhein markedly reduced the activity of , HA and PC - III concentrations , and liver @DRUG$ ) in CCl4 / @DRUG$ - injured rats ( P<0.01 level .	RESULTS : The of rhein markedly reduced the ALT , HA and PC - III concentrations , and @DRUG$ level CCl4 / @DRUG$ - injured rats P<0.01 )	The treatment of rhein markedly reduced the ALT activity, HA and PC-III concentrations, and liver @DRUG$ level in CCl4/@DRUG$-injured rats (P<0.01).	0
0	In particular, NAD+ serves as a substrate for ADP-ribosylation reactions and for the Sir2 family of NAD+-dependent protein deacetylases as well @DRUG$ a precursor of the calcium mobilizing molecule cADPr (cyclic ADP-@DRUG$).	In picky , NAD + serves as a substratum for ADP - ribosylation reactions and for the Sir2 family of NAD + - dependant protein deacetylases as well @DRUG$ a precursor of the calcium mobilise molecule cADPr ( cyclic ADP - @DRUG$ ) .	In particular , NAD + serves as a substrate for ADP - ribosylation reactions and ) the Sir2 family of NAD + for dependent protein deacetylases as well @DRUG$ calcium precursor of the a mobilizing molecule cADPr ( - ADP - @DRUG$ cyclic .	In particular , NAD + serves as a substrate for ADP - reactions for the Sir2 family of NAD + - dependent protein deacetylases as well @DRUG$ a precursor of the calcium mobilizing cADPr cyclic ADP - @DRUG$ ) .	@DRUG$ is a precursor of the calcium mobilizing molecule cADPr ( cyclic ADP - @DRUG$ ). This means that DRUGA is converted into cADPr, which mobilizes calcium ions.	0
0	The results indicate that, in contrast to L-@DRUG$, @DRUG$ can suppress the induction of X-ray-induced aberrations even when administered as late as 2 h after irradiation, suggesting that the effects of antipain on aberrations are not attributable to its interference with short-lived radicals within the cells.	The resultant indicate that , in contrast to L-@DRUG$ , @DRUG$ can suppress the induction of X-ray - induct aberrations even when administered as late as 2 enthalpy after irradiation , advise that the effects of antipain on aberrations are not attributable to its hitch with short-lived radicals within the cells .	The results indicate that , in contrast to L-@DRUG$ the @DRUG$ can suppress , , with of - induced aberrations even when administered as late as are h after irradiation induction suggesting that the effects X-ray antipain on aberrations 2 not attributable to its interference of short-lived radicals within the cells .	The results indicate that , in L-@DRUG$ , @DRUG$ can suppress the induction of X-ray - induced aberrations even administered as late as h after irradiation suggesting that the effects of antipain on aberrations are not attributable to its interference with short-lived radicals within the cells .	L-@DRUG$ can suppress the induction of X-ray-induced aberrations even when administered as late as 2 h after irradiation, suggesting that the effects of antipain on aberrations are not attributable to its interference with short-lived radicals within the cells.	1
0	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole, (apparent Ki = 1.6 mumol.l-1), warfarin (apparent Ki = 27 mumol.l-1), @DRUG$ (apparent Ki = 23 mumol.@DRUG$-1) and tolbutamide (apparent Ki = 128 mumol.l-1).	Studies using putative specific P450 inhibitor demonstrated inhibition of this reaction by sulfaphenazole , ( unmistakable ki = 1.6 mumol .l - 1 ) , coumadin ( unmistakable ki = twenty seven mumol .l - 1 ) , @DRUG$ ( unmistakable ki = 23 mumol .@DRUG$ - 1 ) and orinase ( unmistakable ki = 128 mumol .l- 1 ) .	Studies sulfaphenazole putative specific Ki inhibitors demonstrated inhibition ) this reaction by using , ( apparent Ki = 1.6 mumol .l - 1 ) , warfarin ( apparent Ki = 27 mumol .l - 1 of , and ( apparent P450 = 23 @DRUG$ .@DRUG$ - 1 ) mumol tolbutamide ( apparent Ki = .l- mumol 128 1 ) .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole ( apparent = 1.6 mumol .l ) , warfarin ( apparent = 27 mumol - 1 ) , @DRUG$ ( apparent Ki = 23 mumol .@DRUG$ - 1 ) and tolbutamide ( apparent Ki = 128 mumol .l- 1 ) .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole, ( apparent Ki = 1.6 mumol .l- 1 ) , warfarin ( apparent Ki = 27 mumol .l- 1 ) , @DRUG$ ( apparent Ki = 23 mum	1
0	RESULTS: There is a significant difference in weight gain between the low-fat diet and the low-fat diet + 2% w/w @DRUG$ treatment groups (@DRUG$<0.05), as well as between the high-fat diet and the high-fat diet + 2% w/w FM-VP4 treatment groups (P<0.05).	RESULTS : There is a meaning remainder in weight gain between the low-fat diet and the low-fat diet + 2 % w/w @DRUG$ intervention groups ( @DRUG$ < 0.05 ) , as substantially as between the high - blubber diet and the high - blubber diet + 2 % w/w FM - VP4 intervention groups ( P<0.05 ) .	RESULTS : There is a significant , in weight gain between the low-fat diet ) the low-fat w/w + 2 % w/w @DRUG$ treatment groups ( @DRUG$ < 0.05 diet difference as well as between the and - fat diet and the high - fat high + 2 % diet FM - VP4 treatment groups ( P<0.05 ) .	RESULTS : There is significant difference in weight gain between the diet and the low-fat diet + 2 % w/w @DRUG$ groups ( @DRUG$ 0.05 ) , as well as between the high - fat diet and the high - fat diet + % w/w FM - VP4 treatment groups ( ) .	There is a significant difference in weight gain between the low-fat diet and the low-fat diet + 2 % w/w @DRUG$ treatment groups ( @DRUG$ < 0.05 ) , as well as between the high - fat diet and the high - fat diet + 2 % w	0
0	Poor metabolizers of mephenytoin thus have a lower capacity to metabolize @DRUG$ and may therefore have an increased risk of developing concentration dependent side-effects such @DRUG$ drowsiness and hypotension, if treated with ordinary doses of carisoprodol.	hapless metabolizers of mesantoin thus have a lower capacity to metabolize @DRUG$ and may therefore have an increase risk of developing concentration dependent side-effects such @DRUG$ drowsiness and hypotension , if treated with ordinary doses of carisoprodol .	Poor metabolizers and mephenytoin dependent have a lower capacity to metabolize @DRUG$ of may and have an increased risk of developing concentration thus side-effects such @DRUG$ drowsiness therefore hypotension , if treated with ordinary doses of carisoprodol .	Poor metabolizers of mephenytoin thus have a lower capacity to metabolize @DRUG$ and may therefore have an increased risk of developing concentration dependent side-effects such @DRUG$ drowsiness and hypotension , if with doses of carisoprodol .	People who metabolize mephenytoin slowly may be more likely to experience concentration-dependent side effects such as drowsiness and hypotension if they take carisoprodol.	1
1	The studies were conducted on noninfected and Escherichia (E) coli-infected mice treated with @DRUG$ administered orally 10 times at 24-hr intervals at a dose of 2.5 @DRUG$/kg.	The canvas were conducted on noninfected and Escherichia ( tocopherol ) coli-infected mice treated with @DRUG$ administered orally 10 multiplication at 24 - hr intervals at a dose of 2.5 @DRUG$ / kg .	The studies ( conducted on noninfected and Escherichia were E ) coli-infected mice treated with @DRUG$ administered orally 10 times at 24 - / of at a dose intervals 2.5 @DRUG$ hr kg .	The studies were conducted on noninfected and Escherichia ( E ) coli-infected mice treated with @DRUG$ administered 10 times at 24 - hr intervals at a dose of 2.5 @DRUG$ / kg .	The studies were conducted on noninfected and Escherichia ( E ) coli-infected mice treated with @DRUG$ administered orally 10 times at 24 - hr intervals at a dose of 2.5 @DRUG$ / kg ."In other words, the relationship between DRUGA	0
0	The phase III study directly compared the efficacy of ABI 007 260 mg/m(2) versus paclitaxel 175 @DRUG$/@DRUG$(2).	The phase III study directly liken the efficacy of ABI 007 260 atomic number  / m( 2 ) versus paclitaxel 175 @DRUG$ / @DRUG$ ( 2 ) .	The phase mg study directly compared ( efficacy of ABI 007 260 III / m( 2 ) versus paclitaxel 175 @DRUG$ / @DRUG$ the 2 ) .	The phase study directly compared the efficacy of ABI 007 260 mg / m( ) versus paclitaxel 175 @DRUG$ @DRUG$ 2 ) .	ABI 007 260 mg / m( 2 ) was found to be more effective than paclitaxel 175 @DRUG$ / @DRUG$ ( 2 ) .	0
0	Compared with the wild-type L-TA, H44 L-TA kept its @DRUG$-threo-@DRUG$ synthesizing activity almost constant during the 20 repeated batch reactions for 100 h, yielding 4.0 mg/ml of L-threo-DOPS.	Compared with the wild- typecast L-TA , H44 L-TA kept its @DRUG$ - threo - @DRUG$ synthesise activity almost constant during the 20 repeated batch reactions for 100 henry , buckle under 4.0 mg / ml of L-threo - DOPS .	Compared with the L-TA type L-TA , , wild- kept its @DRUG$ - threo - @DRUG$ / activity almost batch during the 20 repeated constant reactions for 100 h H44 yielding 4.0 mg synthesizing ml of L-threo - DOPS .	Compared with the wild- type L-TA H44 kept its @DRUG$ - threo - @DRUG$ synthesizing activity almost constant during the 20 repeated batch reactions for 100 , yielding 4.0 / ml of L-threo - DOPS .	H44 L-TA kept its @DRUG$ - threo - @DRUG$ synthesizing activity almost constant during the 20 repeated batch reactions for 100 h, yielding 4.0 mg / ml of L-threo - DOPS.	0
0	Because I(@DRUG$) is controlled by intracellular @DRUG$ and is thus activated and inhibited by beta-adrenergic and muscarinic M2 receptor stimulation, respectively, it represents a basic physiological mechanism mediating autonomic regulation of heart rate.	Because I ( @DRUG$ ) is controlled by intracellular @DRUG$ and is thus activated and stamp down by beta-adrenergic and muscarinic m receptor stimulation , respectively , it represents a canonical physiological mechanism mediating autonomic regulation of heart rate .	Because I ( @DRUG$ it is controlled mechanism intracellular @DRUG$ and is thus activated and muscarinic by beta-adrenergic and inhibited M2 receptor stimulation , respectively , ) represents a basic physiological by mediating autonomic regulation of heart rate .	Because I ( @DRUG$ ) is controlled by @DRUG$ and is thus activated and inhibited by beta-adrenergic and muscarinic M2 receptor stimulation , respectively , it represents a basic physiological mechanism mediating of heart rate .	@DRUG$ is controlled by intracellular @DRUG$, which is activated and inhibited by beta-adrenergic and muscarinic M2 receptor stimulation, respectively. This represents a basic physiological mechanism mediating autonomic regulation of heart rate.	0
0	In rats, the lesopitron plasma concentrations were similar to those obtained for its metabolites (5-hydroxylesopitron and PmP), whereas in dogs, the @DRUG$ plasma concentrations were higher than those for @DRUG$ and 5-hydroxylesopitron.	In stag , the lesopitron plasma concentrations were standardized to those obtained for its metabolite ( 5- hydroxylesopitron and PmP ) , whereas in frank , the @DRUG$ plasma concentrations were higher than those for @DRUG$ and 5 - hydroxylesopitron .	In rats , the ( metabolites concentrations hydroxylesopitron similar to those obtained for its were lesopitron 5- plasma and PmP ) , whereas in dogs , the @DRUG$ plasma concentrations were higher than those for @DRUG$ and 5 - hydroxylesopitron .	In rats , lesopitron plasma concentrations were similar to those obtained for its metabolites ( 5- hydroxylesopitron and PmP ) , whereas in dogs , the @DRUG$ plasma concentrations were higher than those for @DRUG$ and 5 hydroxylesopitron .	In rats, the lesopitron plasma concentrations were similar to those obtained for its metabolites (5-hydroxylesopitron and PmP), whereas in dogs, the @DRUG$ plasma concentrations were higher than those for @DRUG$ and 5-hydroxylesopitron.	0
0	Recently, @DRUG$, an inhibitor of @DRUG$, VEGF receptors, and AXL, was approved by the FDA and European Commission based on improved progression-free survival (PFS), overall survival (OS), and objective response rate (ORR) compared to standard of care treatment with everolimus in a randomized phase 3 trial in advanced RCC after prior VEGFR-tyrosine kinase inhibitor (TKI) therapy.	Recently , @DRUG$ , an inhibitor of @DRUG$ , VEGF receptors , and AXL , was approved by the FDA and European mission based on improved progression - free survival ( PFS ) , overall survival ( OS ) , and objective reaction rate ( orr ) compare to standard of worry discussion with everolimus in a randomized phase 3 trial in sophisticated RCC after prior VEGFR - tyrosine kinase inhibitor ( TKI ) therapy .	Recently , @DRUG$ , an inhibitor of @DRUG$ , approved receptors , and AXL , was VEGF by the FDA progression European trial 3 on improved and - free survival ( PFS ) phase overall survival ( OS ) , and objective response rate ( ORR ) compared to standard of care treatment with everolimus in a , randomized based Commission in advanced RCC after prior VEGFR - tyrosine kinase inhibitor therapy TKI ) ( .	Recently , @DRUG$ an inhibitor of @DRUG$ , VEGF receptors , and , was approved by the FDA and European Commission based on improved progression free survival ( PFS ) , overall survival ( OS ) , and response rate ( ORR ) compared to of care treatment with everolimus in a randomized phase 3 trial in advanced RCC prior VEGFR - kinase inhibitor ( TKI therapy .	@DRUG$ is an inhibitor of @DRUG$, which is a protein that helps tumors grow and spread. DRUGA was approved by the FDA and European Commission based on improved progression-free survival (PFS), overall survival (OS), and objective response rate (ORR) compared to standard	0
1	However, the drug requires boosting and this leads to a number of drug-drug interactions and necessary dose adjustment when dosing with certain drugs, including dose reduction in the presence of atazanavir, lopinavir, @DRUG$, and ketoconazole, and dose increase for ethinyl estradiol when co-administered with boosted @DRUG$.	However , the drug requires hike and this leads to a identification number of drug-drug interactions and requirement dose adjustment when dosing with certain drugs , including dose reduction in the bearing of atazanavir , lopinavir , @DRUG$ , and ketoconazole , and dose increase for ethinyl estradiol when co-administered with advance @DRUG$ .	However , the drug requires boosting and this leads to a number presence drug-drug interactions with necessary estradiol adjustment of dosing with certain drugs , and dose reduction in the when of atazanavir , lopinavir , @DRUG$ , and ketoconazole , including dose increase for ethinyl dose when co-administered and boosted @DRUG$ .	However , the drug requires boosting and this to number drug-drug interactions and necessary dose when dosing with certain drugs , including dose reduction in the presence of atazanavir , lopinavir , @DRUG$ , and ketoconazole and dose increase for ethinyl estradiol when co-administered with boosted @DRUG$ .	However, when taking @DRUG$, you may need to adjust your dose of other drugs, including @DRUG$, depending on the drug's interactions with DRUGA.	0
0	Washed cells harvested from oil-based medium at 64 hours and resuspended in buffer produce up to 700 @DRUG$/ml @DRUG$ in 60 hours when supplemented with a carbon source, optimally glucose.	Washed jail cell harvested from oil- based metier at 64 hours and resuspend in buffer produce up to 700 @DRUG$ / ml @DRUG$ in 60 hours when supplemented with a carbon source , optimally glucose .	Washed cells harvested produce buffer based medium at 64 hours and resuspended in oil- from up to 700 @DRUG$ / 60 @DRUG$ in ml hours when supplemented with a carbon source , optimally glucose .	Washed cells harvested from oil- based medium at 64 hours resuspended in buffer produce up to 700 @DRUG$ / ml @DRUG$ in 60 hours when supplemented a carbon source , optimally glucose .	Washed cells harvested from oil- based medium at 64 hours and resuspended in buffer produce up to 700 @DRUG$ / ml @DRUG$ in 60 hours when supplemented with a carbon source, optimally glucose."In other words, DRUGA and DRUGB are produced in	0
0	The approved dosing of lapatinib is 1,250 mg PO QD given continuously in combination with @DRUG$ 2,000 mg/@DRUG$(2) daily administered in 2 divided doses on days 1 to 14 of a 21-day cycle.	The approved dosing of lapatinib is 1,250 mg PO QD given endlessly in combination with @DRUG$ 2,000 mg / @DRUG$ ( 2 ) daily parcel out in 2 divided doses on days  to xiv of a 21 - day cycle .	The approved dosing of lapatinib day 1,250 2 PO QD given continuously in combination administered @DRUG$ 2,000 mg / @DRUG$ ( mg ) daily with in 2 divided doses on days 1 to 14 of a 21 - cycle is .	The approved dosing of lapatinib is 1,250 mg PO QD given continuously in combination with @DRUG$ 2,000 mg / @DRUG$ ( 2 ) daily in 2 divided doses on 1 14 of a 21 - day cycle	Lapatinib is to be taken orally once a day, in combination with @DRUG$ (2,000 mg/day) administered in two divided doses on days 1 to 14 of a 21-day cycle.	1
0	HbA decreased on @DRUG$ (7.47+/-1.44 to 7.12+/-1.13%; @DRUG$ = 0.013) versus no change on placebo.	HbA decreased on @DRUG$ ( 7.47+/-1.44 to 7.12+/-1.13 % ; @DRUG$ = 0.013 ) versus no transfer on placebo .	HbA decreased 0.013 @DRUG$ ( 7.47+/-1.44 to 7.12+/-1.13 % ; @DRUG$ = on change versus no ) on placebo .	HbA decreased on @DRUG$ ( 7.47+/-1.44 to 7.12+/-1.13 % ; @DRUG$ = 0.013 ) versus no change on placebo .	HbA decreased on @DRUG$ ( 7.47+/-1.44 to 7.12+/-1.13 % ; @DRUG$ = 0.013 ) versus no change on placebo ."In other words, DRUGA caused a decrease in HbA levels,	0
0	Degarelix induced rapid luteinizing hormone suppression and fast, profound and sustained suppression of serum @DRUG$ (<or=0.5 ng/ml), with additional rapid and sustained reductions in @DRUG$ and prostate-specific antigen.	Degarelix induced speedy luteinizing internal secretion suppression and fast , profound and sustained suppression of serum @DRUG$ ( < or=0.5 nanogram / ml ) , with additional speedy and sustained reductions in @DRUG$ and prostate -specific antigen .	Degarelix < rapid luteinizing hormone suppression and induced , profound and sustained suppression of serum @DRUG$ ( fast or=0.5 ng / ml ) , with additional sustained and rapid reductions in @DRUG$ and prostate -specific antigen .	Degarelix induced rapid luteinizing hormone suppression and fast profound and suppression of serum @DRUG$ ( or=0.5 ng / ml ) , with additional rapid and reductions @DRUG$ and prostate antigen .	Degarelix causes a rapid decrease in luteinizing hormone levels, and a fast, profound, and sustained decrease in serum levels of @DRUG$, with additional rapid and sustained reductions in @DRUG$ and prostate-specific antigen.	0
0	In consideration of the @DRUG$ values and the concentration of @DRUG$ and desmethylazelastine in human livers after chronic oral administration of azelastine, the possibility of in vivo drug interaction of azelastine and other drugs that are mainly metabolized by CYP2D6 was suggested although it might not cause critical side effects.	In consideration of the @DRUG$ values and the concentration of @DRUG$ and desmethylazelastine in human livers after inveterate oral administration of azelastine , the possibility of in vivo drug interaction of azelastine and other drugs that are principally metabolize by CYP2D6 was suggested although it might not stimulate decisive side effects .	In consideration of the @DRUG$ values and critical concentration of @DRUG$ and desmethylazelastine in human it after chronic oral administration of azelastine metabolized the possibility of in vivo other interaction of azelastine and the drugs that are mainly , by CYP2D6 was suggested although livers might not cause drug side effects .	In consideration of the @DRUG$ values and the concentration of @DRUG$ and desmethylazelastine in livers after chronic administration of azelastine , the of in vivo drug interaction of azelastine and other drugs that are mainly metabolized by CYP2D6 was suggested although it might not cause critical side effects	The concentration of @DRUG$ in human livers after chronic oral administration of azelastine suggests the possibility of in vivo drug interaction of azelastine and other drugs that are mainly metabolized by CYP2D6.	1
0	In the present study, animals with HF were treated with an oral administration of 10 mg/kg/day captopril, 10 @DRUG$/kg/day @DRUG$ and 3 mg/kg/day trandolapril from the 2nd to 12th week after the operation.	In the present study , fauna with HF were treated with an oral administration of 10 mg / kilogram / day capoten , 10 @DRUG$ / kilogram / day @DRUG$ and 3 mg / kilogram / day trandolapril from the second to 12th week after the operation .	/ the present study , animals with HF were to with an oral administration of 10 mg kg kg In day captopril , trandolapril @DRUG$ / / / day @DRUG$ and 3 mg / kg / day 10 from the 2nd treated 12th week after the operation .	In present study , animals with HF were treated an oral administration of 10 mg / kg / captopril , 10 @DRUG$ / / day @DRUG$ and 3 mg / / day trandolapril from the 2nd to 12th week after the operation .	Animals with HF were treated with an oral administration of 10 mg / kg / day captopril , 10 @DRUG$ / kg / day @DRUG$ and 3 mg / kg / day trandolapril from the 2nd to 12th week after the operation .	0
1	Although naproxen sodium provided more rapid pain relief than @DRUG$ in patients with primary dysmenorrhoea, the reverse was true after orthopaedic surgery: rofecoxib provided more rapid pain relief and less supplemental @DRUG$ was needed.	Although naprosyn sodium provided more speedy pain relief than @DRUG$ in patients with primary dysmenorrhoea , the reverse was true after orthopaedic surgical procedure : rofecoxib provided more speedy pain relief and less supplemental @DRUG$ was needed .	Although naproxen sodium provided more rapid pain relief than @DRUG$ in more with primary dysmenorrhoea , was reverse was true after orthopaedic surgery : rofecoxib provided patients rapid pain relief the less supplemental @DRUG$ and needed .	Although naproxen sodium provided more rapid pain relief than @DRUG$ in patients with dysmenorrhoea , the reverse was true orthopaedic : rofecoxib provided more rapid pain relief and less supplemental @DRUG$ needed	Naproxen sodium is more effective than @DRUG$ in relieving pain in women with primary dysmenorrhea, but rofecoxib is more effective than naproxen sodium in relieving pain after orthopedic surgery.	1
0	Sertindole is at least as effective @DRUG$ haloperidol and @DRUG$ in the treatment of neuroleptic-responsive schizophrenia.	Sertindole is at least as efficient @DRUG$ haloperidol and @DRUG$ in the treatment of neuroleptic -responsive schizophrenia .	-responsive is at least as effective @DRUG$ haloperidol and @DRUG$ in the treatment of neuroleptic Sertindole schizophrenia .	at least as @DRUG$ haloperidol and @DRUG$ in the treatment of neuroleptic -responsive schizophrenia .	Sertindole is just as effective as haloperidol in the treatment of neuroleptic -responsive schizophrenia .	1
1	Against Pseudomonas aeruginosa @DRUG$ is at least fourfold more active than @DRUG$ or moxalactam and is approximately as active as azlocillin or piperacillin.	Against Pseudomonas aeruginosa @DRUG$ is at least quadruplicate more active than @DRUG$ or moxalactam and is approximately as active as azlocillin or pipracil .	Against Pseudomonas moxalactam @DRUG$ is at least fourfold more active than @DRUG$ or aeruginosa and is approximately as piperacillin as azlocillin or active .	Against Pseudomonas @DRUG$ is at least more active than @DRUG$ or moxalactam and is approximately as active as or piperacillin .	@DRUG$ is at least fourfold more active than @DRUG$ or moxalactam, and is approximately as active as azlocillin or piperacillin.	0
0	A double-blind placebo-controlled study was carried out to assess the therapeutic effects of @DRUG$, a purified hydrated aluminium magnesium silicate, @DRUG$ an additional agent to oral rehydration solutions in 30 adults with mild-to-moderate acute diarrhoea where no bacterial or protozoal causes could be identified.	A double- blind placebo-controlled study was dribble out to assess the therapeutic effects of @DRUG$ , a purified hydrated aluminium magnesium silicate , @DRUG$ an additional factor to oral rehydration solutions in 30 grownup with mild - to-moderate acute diarrhea where no bacterial or protozoal causal agency could be identified .	hydrated double- blind placebo-controlled A was carried out to-moderate assess the to effects of @DRUG$ , a purified study aluminium magnesium silicate , @DRUG$ an additional agent diarrhoea oral rehydration solutions in 30 adults with mild - to acute therapeutic where no bacterial or protozoal causes could be identified .	A double- blind study was carried out to assess the therapeutic effects of @DRUG$ , a purified aluminium magnesium silicate , @DRUG$ an additional oral solutions in 30 adults with mild - to-moderate diarrhoea where no bacterial or protozoal causes could be identified .	A double- blind placebo-controlled study was carried out to assess the therapeutic effects of @DRUG$ and @DRUG$ an additional agent to oral rehydration solutions in 30 adults with mild - to-moderate acute diarrhoea where no bacterial or protozoal causes could be identified .	0
0	Other classes of drugs that demonstrated inhibition of aldehyde oxidase included phenothiazines, tricyclic antidepressants, tricyclic atypical antipsychotic agents, and dihydropyridine @DRUG$ channel blockers, along with some other drugs, including loratadine, cyclobenzaprine, @DRUG$, maprotiline, ondansetron, propafenone, domperidone, quinacrine, ketoconazole, verapamil, tacrine, and salmeterol.	early classes of drugs that demonstrated inhibition of aldehyde oxidase admit phenothiazines , tricyclic antidepressant drug , tricyclic atypical antipsychotic agent agents , and dihydropyridine @DRUG$ carry blockers , along with some other drugs , including loratadine , cyclobenzaprine , @DRUG$ , maprotiline , ondansetron , propafenone , domperidone , quinacrine , ketoconazole , verapamil , tacrine , and salmeterol .	Other classes of drugs that demonstrated inhibition , aldehyde oxidase , phenothiazines included tricyclic antidepressants , , atypical antipsychotic agents other and dihydropyridine @DRUG$ channel blockers , along with some , drugs , , loratadine of cyclobenzaprine , @DRUG$ tricyclic maprotiline , ondansetron , propafenone including domperidone , quinacrine , ketoconazole , verapamil , tacrine , and salmeterol .	Other classes of drugs that demonstrated inhibition of aldehyde oxidase included phenothiazines , tricyclic antidepressants , atypical antipsychotic agents , and dihydropyridine @DRUG$ blockers , along with some other drugs , including loratadine , cyclobenzaprine , @DRUG$ , maprotiline , ondansetron , propafenone , domperidone , quinacrine , ketoconazole , verapamil , , salmeterol	Some other drugs, including loratadine, cyclobenzaprine, @DRUG$, maprotiline, ondansetron, propafenone, domperidone, quinacrine, ketoconazole, verapamil, tacrine,	1
1	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, @DRUG$ 10 or 20 mg/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, @DRUG$ 20 mg/d, perindopril 4 mg/d, and verapamil ER 120 to 240 mg/d.	In comparative trials in the management of hypertension , trandolapril single to 4 mg /d was statistically undistinguishable from or superordinate to captopril 100 mg/d , @DRUG$ 10 or  mg /d , hydrochlorothiazide ( HCTZ ) xxv mg /d , nifedipine ER 30 or  mg/d , @DRUG$  mg /d , perindopril 4 mg /d , and verapamil ER 120 to 240 mg/d .	In comparative trials in the management of hypertension , trandolapril 1 /d 4 mg /d , statistically indistinguishable from or 240 , captopril 100 mg/d to @DRUG$ 10 or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 mg /d superior , ER 30 or 40 mg/d , @DRUG$ 20 mg to was perindopril 4 mg /d nifedipine and verapamil ER 120 to , mg/d .	In comparative trials in the management of , trandolapril to 4 mg /d was statistically indistinguishable from or superior to captopril 100 mg/d , @DRUG$ 10 or 20 mg , hydrochlorothiazide ( HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg/d @DRUG$ 20 mg /d perindopril 4 mg /d , and verapamil ER to 240 mg/d .	@DRUG$ is statistically indistinguishable from or superior to captopril, @DRUG$, HCTZ, nifedipine ER, and verapamil ER in the management of hypertension.	0
0	Retigabine (300 nm-10 microm) reversed the inhibitory action of @DRUG$ on KCNQ2/Q3 channels as well @DRUG$ the depolarization of the membrane potential.	Retigabine ( 300 nm -10 microm ) reversed the repressive action of @DRUG$ on KCNQ2 / Q3 channels as well @DRUG$ the depolarization of the membrane potential difference .	Retigabine ( 300 nm -10 microm ) reversed the inhibitory action of @DRUG$ on membrane / the channels as well @DRUG$ the depolarization of Q3 KCNQ2 potential .	Retigabine ( 300 nm -10 microm ) reversed the inhibitory action of @DRUG$ on KCNQ2 / Q3 channels as well @DRUG$ the depolarization of the membrane potential .	Retigabine ( 300 nm -10 microm ) reversed the inhibitory action of @DRUG$ on KCNQ2 / Q3 channels as well @DRUG$ the depolarization of the membrane potential ."Retigabine (300 nm-10 microm) reversed the	0
0	Small-conductance @DRUG$-activated potassium channels (SK channels) are gated solely by intracellular @DRUG$ and their activity is responsible for the slow afterhyperpolarization (AHP) that follows an action potential in many excitable cells.	Small-conductance @DRUG$ - activated potassium channels ( SK channels ) are gated solely by intracellular @DRUG$ and their activity is creditworthy for the slow afterhyperpolarization ( AHP ) that follows an action potential in many irritable electric cell .	Small-conductance @DRUG$ - activated potassium channels ( are channels ) SK gated solely by afterhyperpolarization @DRUG$ and their activity is responsible potential the slow intracellular ( AHP ) that follows an action for in many excitable cells .	Small-conductance @DRUG$ - activated potassium channels ( SK channels ) are gated solely by intracellular @DRUG$ and their activity is responsible for the slow ( AHP that follows action potential in many excitable cells .	Small-conductance @DRUG$ - activated potassium channels ( SK channels ) are opened by intracellular @DRUG$ and their activity is responsible for the slow afterhyperpolarization ( AHP ) that follows an action potential in many excitable cells .	0
0	Vitamin B12 (cyancobalamin, Cbl) has two active @DRUG$-enzyme forms, methylcobalamin (MeCbl) and @DRUG$ (AdCbl).	vitamin B12 ( cyancobalamin , Cbl ) has deuce active @DRUG$ - enzyme forms , methylcobalamin ( MeCbl ) and @DRUG$ ( AdCbl ) .	Vitamin B12 ( cyancobalamin ) AdCbl ) has two active @DRUG$ - enzyme forms , methylcobalamin ( MeCbl , and @DRUG$ ( Cbl ) .	B12 ( cyancobalamin , Cbl ) has two active @DRUG$ - enzyme forms , ( MeCbl ) and @DRUG$ ( AdCbl ) .	Vitamin B12 ( cyancobalamin , Cbl ) has two active enzyme forms , methylcobalamin ( MeCbl ) and adenosylcobalamin ( AdCbl ) .	1
0	It is as effective @DRUG$ other antidepressants and may have a more rapid onset of action than selective @DRUG$ reuptake inhibitors (SSRIs).	It is as effective @DRUG$ other antidepressants and crataegus oxycantha have a more speedy onset of action than selective @DRUG$ reuptake inhibitors ( SSRIs ) .	It ) as effective @DRUG$ rapid antidepressants and may have a more other onset of action than selective @DRUG$ reuptake inhibitors ( SSRIs is .	It is as effective @DRUG$ antidepressants and may have a more onset of action than selective @DRUG$ reuptake inhibitors ( SSRIs ) .	@DRUG$ is just as effective as other antidepressants, and it may have a more rapid onset of action than SSRIs.	1
0	@DRUG$ is concluded to be a highly potent and efficacious dopamine-D2 antagonist with concomitant, equivalent @DRUG$ 5-HT2 antagonism.	@DRUG$ is concluded to be a highly potent and effective dopamine - D2 antagonist with concomitant , equivalent weight @DRUG$ 5 - HT2 antagonism .	@DRUG$ is concluded to D2 a highly potent and - dopamine efficacious be antagonist with concomitant , equivalent @DRUG$ 5 - HT2 antagonism .	@DRUG$ is concluded to be a highly potent and efficacious - D2 antagonist with concomitant , @DRUG$ 5 - HT2 antagonism .	@DRUG$ is a powerful drug that blocks dopamine receptors (D2 receptors) and also blocks serotonin receptors (5-HT2 receptors).	1
0	Following administration of 500 mg the areas were: 2325 (389) nmol/l, 1793 (312) nmol/@DRUG$, 1778 (239) nmol/l, 1178 (209) nmol/l, and 556 (89) nmol/l for Gestapuran, Leo formulation A (P = n.s.), Leo formulation B (P = n.s.), Provera (P less than 0.001), and Lutopolar (@DRUG$ less than 0.001), respectively.	Following administration of five hundred magnesium the country were : 2325 ( 389 ) nmol/l , 1793 ( 312 ) nmol / @DRUG$ , 1778 ( 239 ) nmol/l , 1178 ( 209 ) nmol/l , and 556 ( 89 ) nmol / liter for Gestapuran , Leo preparation type a ( p = n.s. ) , Leo preparation B ( p = n.s. ) , Provera ( p less than 0.001 ) , and Lutopolar ( @DRUG$ less than 0.001 ) , severally .	Following administration 0.001 500 ) ) areas were P 2325 ( 389 ) respectively , 1793 ( 312 ) nmol / @DRUG$ , 1778 ( 239 the nmol/l , 1178 = 209 mg nmol/l , and 556 ( 89 ) nmol / l for Gestapuran , Leo formulation A ( P = n.s. ) , Leo formulation B ( P ( less ) , Provera ( : n.s. than 0.001 ) , and Lutopolar ( @DRUG$ less than of ) , nmol/l .	Following administration of 500 mg the areas were : 2325 389 ) nmol/l , 1793 ( ) nmol / @DRUG$ , 1778 ( 239 ) nmol/l , 1178 ( 209 ) , and 556 ( 89 ) nmol / l for Gestapuran , Leo A ( P = n.s. ) , Leo formulation B ( P = n.s. ) , Provera ( P less than 0.001 ) , and Lutopolar ( @DRUG$ 0.001 ) , respectively	Following administration of 500 mg the areas were : 2325 ( 389 ) nmol/l , 1793 ( 312 ) nmol / @DRUG$ , 1778 ( 239 ) nmol/l , 1178 ( 209 ) nmol/l , and 556 ( 89 ) nmol /	1
1	More recently, @DRUG$ 10mg was shown to be more effective than zolmitriptan 2.5mg or @DRUG$ 2.5mg at producing a pain-free state 2 hours postdose.	more than recently , @DRUG$ 10 mg was shown to be more effective than zolmitriptan 2.5 mg or @DRUG$ 2.5 mg at farm a pain-free state 2 hours postdose .	More recently , @DRUG$ 10 mg was shown postdose be more effective than zolmitriptan 2.5 mg 2 @DRUG$ 2.5 mg at producing a pain-free state or hours to .	More recently , @DRUG$ 10 mg was shown to be more effective than zolmitriptan 2.5 mg or @DRUG$ 2.5 mg at pain-free 2 postdose	@DRUG$ is more effective than zolmitriptan 2.5 mg or @DRUG$ 2.5 mg at producing a pain-free state 2 hours postdose.	0
0	@DRUG$ mesylate in dose of 600 mg @DRUG$.o. qd.	@DRUG$ mesylate in dose of 600 mg @DRUG$ .o. qd .	@DRUG$ mesylate 600 dose of in mg @DRUG$ .o. qd .	@DRUG$ mesylate dose of mg @DRUG$ .o. qd .	@DRUG$ is given in a dose of 600 mg, and @DRUG$ is given orally once a day.	0
0	Cells were exposed to contact allergens (2-bromo-2-bromomethyl glutaronitrile, cinnamaldehyde, citral, diethylmaleate, dinitrochlorobenzene, glyoxal, 2-mercaptobenzothiazole, nickel sulfate, 4-nitrobenzylbromide, oxazolone, penicillin G, @DRUG$, tetramethylthiuram disulfide), to pre- pro-haptens (cinnamyl alcohol, @DRUG$, isoeugenol, p-phenylediamine), to respiratory allergens (ammonium hexachloroplatinate, diphenylmethane diisocyanate, glutaraldehyde, hexamethylenediisocyanate, maleic anhydride, trimellitic anhydride) and to irritants (benzaldehyde, cholorobenzene, diethylphtalate, hydrobenzoic acid, lactic acid, octanoic acid, phenol, salicylic acid, sodium lauryl sulphate, sulfamic acid).	cellular telephone were exposed to link allergens ( two - bromo - two - bromomethyl glutaronitrile , cinnamaldehyde , citral , diethylmaleate , dinitrochlorobenzene , glyoxal , two - mercaptobenzothiazole , ni sulphate , 4 - nitrobenzylbromide , oxazolone , penicillin gramme , @DRUG$ , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl alcohol , @DRUG$ , isoeugenol , p-phenylediamine ) , to respiratory allergens ( ammonium ion hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritant ( benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acerbic , lactic acerbic , octanoic acerbic , hydroxybenzene , salicylic acerbic , na lauryl sulphate , sulfamic acerbic ) .	allergens were exposed to contact allergens ( acid - bromo - hexamethylenediisocyanate - , glutaronitrile , cinnamaldehyde , citral , diethylmaleate , dinitrochlorobenzene , glyoxal , 2 acid mercaptobenzothiazole , nickel sulfate , 4 - nitrobenzylbromide , oxazolone , penicillin G , @DRUG$ , tetramethylthiuram disulfide ) , sulfamic pre- pro-haptens ( cinnamyl alcohol , @DRUG$ , , , p-phenylediamine ) , to , Cells ( ammonium hexachloroplatinate , diphenylmethane diisocyanate isoeugenol glutaraldehyde , 2 , maleic , , trimellitic anhydride ) and to irritants ( benzaldehyde , cholorobenzene 2 diethylphtalate , hydrobenzoic bromomethyl , lactic acid , octanoic acid respiratory phenol , salicylic - anhydride sodium lauryl sulphate , to acid ) .	Cells were exposed to contact allergens ( - bromo - 2 - bromomethyl glutaronitrile , , citral , diethylmaleate , dinitrochlorobenzene glyoxal , 2 mercaptobenzothiazole , nickel sulfate - nitrobenzylbromide oxazolone penicillin G , @DRUG$ , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl alcohol , @DRUG$ , isoeugenol , p-phenylediamine ) , to respiratory allergens ( ammonium hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritants ( benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acid , lactic acid , octanoic acid , phenol , acid lauryl sulphate , sulfamic acid ) .	Cells were exposed to contact allergens (substances that can cause an allergic reaction), to pre-pro-haptens (substances that can cause an allergic reaction if they come into contact with the skin), to respiratory allergens (substances that can cause an allergic reaction	1
0	@DRUG$-1): 0.03 +/- 0.03 and hydroxy @DRUG$: 0.02 +/- 0.02] is a minor elimination pathway.	@DRUG$ -1 ) : 0.03 +/- 0.03 and hydroxy @DRUG$ : 0.02 +/- 0.02 ] is a minor voiding nerve tract .	@DRUG$ -1 0.02 : 0.03 elimination 0.03 and hydroxy @DRUG$ : ) +/- 0.02 ] is a minor +/- pathway .	@DRUG$ -1 ) : 0.03 +/- 0.03 and hydroxy @DRUG$ : 0.02 +/- 0.02 ] is a minor elimination pathway .	@DRUG$ is eliminated from the body at a rate of 0.03 +/- 0.03, while hydroxy @DRUG$ is eliminated at a rate of 0.02 +/- 0.02.	0
0	@DRUG$ is oxidized to @DRUG$ (DHAA) when used as an enzyme cofactor or free radical scavenger.	@DRUG$ is oxidized to @DRUG$ ( DHAA ) when used as an enzyme cofactor or free root word scavenger .	@DRUG$ is oxidized radical @DRUG$ ( DHAA ) when used as an enzyme cofactor or free to scavenger .	@DRUG$ is oxidized to @DRUG$ ( ) when used as an or free scavenger .	@DRUG$ is converted to @DRUG$ when it is used as an enzyme cofactor or free radical scavenger.	0
0	Both produced similar initial rises in serum 25OHD over the first 3 d, but 25OHD continued to rise in the D(3)-treated subjects, peaking at 14 d, whereas serum 25OHD fell rapidly in the D(2)-treated subjects and was not different from baseline at 14 d. Area under the curve (AUC) to d 28 was 60.2 @DRUG$.d/ml (150.5 nmol.d/liter) for @DRUG$(2) and 204.7 (511.8) for vitamin D(3) (P < 0.002).	Both produced similar initial rises in serum 25OHD over the initiative triad d , but 25OHD proceed to rise in the vitamin d ( triad ) - treated matter , peaking at 14 d , whereas serum 25OHD fell rapidly in the vitamin d ( 2 ) - treated matter and was not unlike from baseline at 14 d. Area under the bend ( AUC ) to d 28 was 60.2 @DRUG$.d / cubic centimetre ( 150.5 nmol.d/ l ) for @DRUG$ ( 2 ) and 204.7 ( 511.8 ) for vitamin vitamin d ( triad ) ( P < 0.002 ) .	Both produced vitamin initial rises in serum serum over was first 3 d , in 25OHD continued to rise not the D ( 3 ) - treated ( , peaking at ) d , whereas 25OHD 25OHD P rapidly similar the D ( 2 ) - treated subjects and was in different from baseline at 14 d. Area under the curve ( AUC ) to d 28 the 60.2 @DRUG$.d / ml ( 150.5 nmol.d/ liter ) for @DRUG$ ( 2 ) and 204.7 ( 511.8 ) for but D ( 3 14 subjects fell < 0.002 ) .	Both produced similar initial rises in serum 25OHD over the first 3 d , but 25OHD continued rise in the D ( ) - treated subjects , peaking at 14 , whereas serum 25OHD fell rapidly in the D ( 2 ) - treated subjects and was not different from baseline at d. Area under the curve ( AUC to d was 60.2 / ( 150.5 nmol.d/ liter ) for @DRUG$ 2 ) and 204.7 ( 511.8 ) for vitamin D ( 3 ) ( < 0.002 ) .	Both drugs produced similar initial rises in serum 25OHD over the first 3 days, but 25OHD continued to rise in the D3-treated subjects, peaking at 14 days, whereas serum 25OHD fell rapidly in the D2-treated subjects and was not different from baseline at 14	1
0	The absorption and excretion of @DRUG$ as well @DRUG$ hypo- and hypermagnesaemia will be addressed.	The absorption and excretion of @DRUG$ as advantageously @DRUG$ hypo- and hypermagnesaemia will be addressed .	well absorption and excretion of @DRUG$ as The @DRUG$ hypo- and hypermagnesaemia will be addressed .	absorption and excretion @DRUG$ as well @DRUG$ hypo- and hypermagnesaemia will be addressed .	The absorption and excretion of @DRUG$ as well as @DRUG$'s effects on hypo- and hypermagnesaemia will be addressed.	0
0	MTA predictions identified OATP1B1 and OATP1B3 @DRUG$ major determinants of @DRUG$ uptake in vivo.	MTA anticipation identified OATP1B1 and OATP1B3 @DRUG$ major determinants of @DRUG$ uptake in vivo .	MTA OATP1B3 identified OATP1B1 and predictions @DRUG$ major determinants of @DRUG$ uptake in vivo .	MTA predictions identified OATP1B1 and OATP1B3 @DRUG$ major determinants of @DRUG$ uptake in vivo .	The uptake of @DRUG$ by the body is largely determined by the presence of the proteins OATP1B1 and OATP1B3.	1
0	At growth-inhibiting concentrations, @DRUG$ inhibited IGF1R phosphorylation; 17-AAG induced loss of EGFR, IGF1R, and VEGFR2; and @DRUG$ increased p21(CDKN1A) expression without inhibiting VEGFR2 phosphorylation.	At growth- inhibiting tightness , @DRUG$ inhibited IGF1R phosphorylation ; 17 - AAG have loss of EGFR , IGF1R , and VEGFR2 ; and @DRUG$ increase p21 ( CDKN1A ) expression without inhibiting VEGFR2 phosphorylation .	At growth- inhibiting , and @DRUG$ inhibited IGF1R phosphorylation ; 17 - AAG induced loss of EGFR , IGF1R concentrations ; VEGFR2 and , @DRUG$ increased p21 ( CDKN1A ) expression without inhibiting VEGFR2 phosphorylation .	growth- inhibiting concentrations , @DRUG$ inhibited IGF1R phosphorylation ; 17 - AAG loss of EGFR , IGF1R , and VEGFR2 ; and @DRUG$ p21 ( CDKN1A expression inhibiting VEGFR2 phosphorylation .	At growth- inhibiting concentrations, @DRUG$ inhibited IGF1R phosphorylation; 17-AAG induced loss of EGFR, IGF1R, and VEGFR2; and @DRUG$ increased p21 (CDKN1A) expression without inhibiting VEGFR2 phosph	0
0	Response rate to valsartan 160 mg o.d. is significantly greater than after receiving losartan 100 mg o.@DRUG$. @DRUG$ has additive effects with other antihypertensive drugs and combination therapy is effective in severe hypertension and in hypertension with renal insufficiency, where renal function is well maintained.	Response rate to valsartan 160 mg o.d. is importantly greater than after receiving losartan one hundred mg o.@DRUG$ . @DRUG$ has additive effects with other antihypertensive do drugs and combination therapy is effective in wicked hypertension and in hypertension with renal insufficiency , where renal function is well maintained .	Response effective to valsartan losartan mg o.d. is significantly 100 than after is 160 greater mg o.@DRUG$ . @DRUG$ has additive effects with other antihypertensive drugs and combination therapy is rate in severe hypertension and in hypertension with renal insufficiency , where renal function receiving well maintained .	Response rate to valsartan 160 mg o.d. is significantly greater than after losartan 100 mg . @DRUG$ has effects with other antihypertensive drugs and combination is in severe hypertension in with renal insufficiency , where renal function is well maintained .	The response rate to valsartan 160 mg o.d. is significantly greater than after receiving losartan 100 mg o.d. @DRUG$ has additive effects with other antihypertensive drugs and combination therapy is effective in severe hypertension and in hypertension with renal insufficiency, where	1
0	A comparison of sodium @DRUG$ edetate (edetate calcium disodium) and succimer (@DRUG$) in the treatment of inorganic lead poisoning.	A comparing of sodium @DRUG$ edetate ( edetate calcium disodium ) and succimer ( @DRUG$ ) in the intervention of inorganic lead poisoning .	A comparison of sodium @DRUG$ edetate ( calcium in disodium ) and succimer ( @DRUG$ ) edetate the treatment of inorganic lead poisoning .	A comparison of sodium @DRUG$ edetate ( edetate calcium ) and succimer ( @DRUG$ ) in the treatment of inorganic poisoning	Sodium @DRUG$ edetate is a chelating agent that is used to treat inorganic lead poisoning, while succimer is a chelating agent that is used to treat mercury poisoning.	1
0	After 20 weeks of sucrose loading, @DRUG$ (16:1 n-7) and @DRUG$ (18:1 n-9), the major components of monounsaturated fatty acid, showed a ubiquitous increase in plasma and all tissues analyzed.	later on 20 weeks of sucrose load up , @DRUG$ ( 16:1 n- septenary ) and @DRUG$ ( 18:1 n- 9 ) , the major components of monounsaturated fatty acid , express a ubiquitous increase in plasma and all tissues analyzed .	After 20 and increase sucrose loading all @DRUG$ 7 16:1 n- ( ) and @DRUG$ ( 18:1 n- 9 ) , the major components of monounsaturated fatty acid , showed a ubiquitous of in plasma weeks , tissues analyzed .	After 20 of sucrose loading , @DRUG$ ( 16:1 n- ) and @DRUG$ ( 18:1 n- 9 ) the major components of monounsaturated fatty , showed a ubiquitous increase in plasma and all tissues analyzed .	After 20 weeks of sucrose loading, @DRUG$ (16:1 n-7) and @DRUG$ (18:1 n-9), the major components of monounsaturated fatty acid, showed a ubiquitous increase in plasma and all tissues analyzed."In other words, the	0
0	This effect was potentiated by atropine, both systematically administered (5 mg/kg i.p.) and locally applied (1.4 microM), but not by mecamylamine (4 @DRUG$/kg i.@DRUG$.).	This effect was potentiated by atropine , both systematically administered ( 5 magnesium / kg i.p. ) and topically give ( 1.4 microM ) , but not by mecamylamine ( 4 @DRUG$ / kg i.@DRUG$ . ) .	This effect by potentiated , atropine , both systematically administered ( 5 mg / kg i.p. ) and locally applied ( 1.4 microM ) kg but not by mecamylamine ( 4 @DRUG$ / was i.@DRUG$ . ) .	This effect was potentiated by atropine , both systematically administered ( 5 / kg ) locally applied ( 1.4 microM ) , but not by ( / kg i.@DRUG$ . )	The effect of @DRUG$ was potentiated by atropine, both when it was administered systemically (by injection) and when it was applied locally (near the brain). However, mecamylamine (another drug) did not have this effect.	1
0	Concerning medical treatments for adult attention-deficit/hyperactivity disorder (AD/HD), case reports have gradually been accumulating on the efficacy of psychostimulants such @DRUG$ methylphenidate and amphetamine and selective noradrenaline reuptake inhibitors such as @DRUG$.	Concerning medical checkup treatments for adult attention - deficit / hyperactivity disorder ( advertizing / HD ) , font reports have bit by bit been accumulating on the efficacy of psychostimulants such @DRUG$ methylphenidate and amphetamine and selective noradrenaline reuptake inhibitors such as @DRUG$ .	Concerning medical treatments for gradually attention - deficit / hyperactivity disorder ( and / noradrenaline ) , case reports have adult been accumulating on the efficacy of psychostimulants such @DRUG$ methylphenidate HD amphetamine AD selective and reuptake inhibitors such as @DRUG$ .	Concerning treatments for adult attention - deficit / hyperactivity disorder ( AD / HD ) , case have gradually been accumulating on the efficacy of psychostimulants such @DRUG$ methylphenidate and amphetamine and selective noradrenaline inhibitors such @DRUG$ .	There is evidence that psychostimulants such as methylphenidate and amphetamine, as well as selective noradrenaline reuptake inhibitors such as bupropion, are effective treatments for adult attention-deficit/hyperactivity disorder.	1
0	Trials must have included a comparison of @DRUG$ monotherapy with @DRUG$ monotherapy.	test must have included a comparison of @DRUG$ monotherapy with @DRUG$ monotherapy .	with must have included a comparison of @DRUG$ monotherapy Trials @DRUG$ monotherapy .	Trials must have included a comparison of @DRUG$ monotherapy with @DRUG$ monotherapy .	Trials must have included a comparison of @DRUG$ monotherapy with @DRUG$ monotherapy ."DRUGA is always compared to DRUGB in trials.	0
1	The @DRUG$ pharmacophore is nonergolinic and demonstrates high affinity for @DRUG$ D(2) and D(3) receptors.	The @DRUG$ pharmacophore is nonergolinic and demonstrates gamey affinity for @DRUG$ D( 2 ) and D ( threesome ) receptors .	The @DRUG$ pharmacophore is nonergolinic and demonstrates ) affinity for @DRUG$ D( 2 ) and D high 3 ( receptors .	The @DRUG$ pharmacophore is nonergolinic and demonstrates high affinity for @DRUG$ D( 2 ) and D 3 ) receptors .	@DRUG$ is a drug that binds to the dopamine D( 2 ) and D ( 3 ) receptors with high affinity.	1
0	A potentially useful alternative sedation protocol includes a combination of butorphanol, azaperone, and medetomidine (BAM: 0.43 @DRUG$/kg butorphanol, 0.36 mg/kg azaperone, 0.14 mg/kg @DRUG$).	axerophthol potentially useful choice sedation protocol includes a combination of butorphanol , azaperone , and medetomidine ( BAM : 0.43 @DRUG$ / kg butorphanol , 0.36 milligram / kg azaperone , 0.14 milligram / kg @DRUG$ ) .	A potentially useful alternative sedation protocol includes a combination of butorphanol , / , and medetomidine ( BAM : 0.43 @DRUG$ / kg butorphanol , mg mg / kg azaperone , azaperone 0.36 0.14 kg @DRUG$ ) .	A potentially useful alternative sedation protocol includes a combination of butorphanol , azaperone , and medetomidine ( BAM : @DRUG$ / kg butorphanol 0.36 / kg azaperone , 0.14 mg / kg @DRUG$ ) .	Butorphanol, azaperone, and medetomidine can be used together to achieve sedation in horses.	1
0	Ceftaroline is a new member of the cephalosporin class of antibiotics with expanded activity against Gram-positive pathogens such @DRUG$ MRSA, vancomycin-intermediate S. aureus, @DRUG$-resistant S. aureus and multidrug-resistant Streptococcus pneumoniae, while retaining good activity against common Gram-negative organisms.	Ceftaroline is a new appendage of the cephalosporin class of antibiotics with expanded natural process against Gram-positive pathogens such @DRUG$ MRSA , vancomycin-intermediate S. aureus , @DRUG$ - resistive S. aureus and multidrug-resistant Streptococcus pneumoniae , while retaining good natural process against common gram negative organisms .	Ceftaroline is a organisms member of the cephalosporin class of antibiotics with expanded activity against Gram-positive pathogens such @DRUG$ MRSA , vancomycin-intermediate , aureus , @DRUG$ new resistant activity aureus and multidrug-resistant Streptococcus pneumoniae S. while retaining good S. against common Gram-negative - .	is a new member of the cephalosporin class of antibiotics with expanded activity Gram-positive pathogens such @DRUG$ MRSA , vancomycin-intermediate S. aureus , @DRUG$ - resistant S. aureus multidrug-resistant Streptococcus pneumoniae , while retaining good activity against Gram-negative organisms .	Ceftaroline is a new antibiotic that is effective against Gram-positive bacteria such as MRSA, vancomycin-resistant S. aureus, and multidrug-resistant Streptococcus pneumoniae, while still being effective against common Gram-negative organisms.	1
0	In Europe, it is approved by European medicines agency for use in combination with Ombitasvir, Paritaprevir, and @DRUG$ with or without @DRUG$.	In Europe , it is approve by European medicines representation for use in combination with Ombitasvir , Paritaprevir , and @DRUG$ with or without @DRUG$ .	In Europe , it is medicines by European approved agency for use , combination with Ombitasvir in Paritaprevir , and @DRUG$ with or without @DRUG$ .	In Europe it is approved by European medicines agency for use in combination with Ombitasvir , Paritaprevir , and @DRUG$ with or without @DRUG$	@DRUG$ is approved by the European medicines agency for use in combination with Ombitasvir, Paritaprevir, and @DRUG$ with or without DRUGB.	0
0	, glucose-6-@DRUG$ and @DRUG$-6-phosphate-dehydrogenase had to be added as a NADH/NADPH-regenerating system.	, glucose-6 - @DRUG$ and @DRUG$ - 6 - phosphate - dehydrogenase had to be added as a NADH / NADPH - renew scheme .	, glucose-6 - @DRUG$ and @DRUG$ - 6 - phosphate - dehydrogenase NADH to be added as a had / NADPH - regenerating system .	, glucose-6 - @DRUG$ and @DRUG$ - - phosphate - dehydrogenase had to be added as a NADH / NADPH - regenerating system .	@DRUG$ and @DRUG$ are two enzymes that work together to convert glucose-6-phosphate to glucose.	0
0	We examined the lipid-lowering properties of 1-[[(3R,5S)-1-(3-acetoxy-2,2-dimethylpropyl)-7-chloro-5-(2,3-dimethoxyphenyl)-2-oxo-1,2,3,5-tetrahydro-4,1-benzoxazepin-3-yl]acetyl]piperidine-4-acetic acid (@DRUG$), a novel @DRUG$ synthase inhibitor.	We examined the lipid-lowering properties of single - [ [ ( 3R,5S ) -1-( 3-acetoxy-2,2-dimethylpropyl)-7-chloro-5-(2,3-dimethoxyphenyl)-2-oxo-1,2,3,5-tetrahydro-4,1-benzoxazepin-3-yl]acetyl]piperidine-4-acetic acid ( @DRUG$ ) , a new @DRUG$ synthase inhibitor .	We a the lipid-lowering properties of 1 - [ [ ( 3R,5S ) 3-acetoxy-2,2-dimethylpropyl)-7-chloro-5-(2,3-dimethoxyphenyl)-2-oxo-1,2,3,5-tetrahydro-4,1-benzoxazepin-3-yl]acetyl]piperidine-4-acetic -1-( acid ( @DRUG$ ) , examined novel @DRUG$ synthase inhibitor .	We examined the properties of 1 - [ [ ( 3R,5S ) -1-( 3-acetoxy-2,2-dimethylpropyl)-7-chloro-5-(2,3-dimethoxyphenyl)-2-oxo-1,2,3,5-tetrahydro-4,1-benzoxazepin-3-yl]acetyl]piperidine-4-acetic acid ( @DRUG$ ) , a novel @DRUG$ inhibitor .	We examined the lipid-lowering properties of 1 - [ [ ( 3R,5S ) -1-( 3-acetoxy-2,2-dimethylpropyl)-7-chloro-5-(2,3-dimethoxyphenyl)-2-oxo-	1
1	Following the intravenous administration of irinotecan at 100 to 350 @DRUG$/m2, mean maximum @DRUG$ plasma concentrations are within the 1 to 10 mg/L range.	comply the endovenous administration of irinotecan at 100 to 350 @DRUG$ / m2 , mean maximum @DRUG$ plasma concentrations are within the 1 to 10 magnesium / L range .	Following the intravenous administration of irinotecan at 100 to / @DRUG$ / plasma , mean maximum @DRUG$ m2 concentrations are within the 1 to 10 mg 350 L range .	Following the administration of irinotecan at 100 to @DRUG$ / m2 , mean maximum @DRUG$ plasma concentrations are within the 1 to 10 mg / L range .	The higher the dose of irinotecan (@DRUG$), the higher the concentration of @DRUG$ in the blood.	0
0	Block by @DRUG$ of @DRUG$ responses was not overcome at high concentrations of the agonist, indicative of a non-competitive inhibition.	Block by @DRUG$ of @DRUG$ responses was not overcome at high assiduousness of the agonist , suggestive of a non-competitive inhibition .	Block by @DRUG$ of @DRUG$ responses was not of at high inhibition overcome the agonist , indicative of a non-competitive concentrations .	Block by @DRUG$ of @DRUG$ responses was not overcome at high concentrations of the agonist , indicative of a non-competitive inhibition .	@DRUG$ blocks @DRUG$ responses, and this blockade is not overcome at high concentrations of the agonist.	0
0	It is concluded that aluminum is absorbed from the gastrointestinal tract by (1) a paracellular energy independent and nonsaturable route, mainly used for high @DRUG$ concentration, which is modified by extracellular @DRUG$, and (2) a transcellular and saturable route, the aluminum level was not modified with enhancement of aluminum quantity in intestinal lumen.	It is concluded that aluminum is steep from the gastrointestinal tract by ( unity ) a paracellular energy fencesitter and nonsaturable route , mainly used for richly @DRUG$ concentration , which is modified by extracellular @DRUG$ , and ( 2 ) a transcellular and saturable route , the aluminum layer was not modified with enhancement of aluminum measure in intestinal lumen .	It is concluded that aluminum is absorbed a quantity gastrointestinal is by ( 1 ) from paracellular energy independent and nonsaturable route which mainly used for high @DRUG$ concentration , , tract modified by extracellular @DRUG$ , and ( 2 ) a transcellular with saturable route , the aluminum level was not modified and enhancement of aluminum the in intestinal lumen .	It is concluded that is absorbed the gastrointestinal tract by ( 1 ) a paracellular energy independent and nonsaturable route , mainly used for high @DRUG$ concentration , which modified by extracellular @DRUG$ , ( 2 ) a transcellular and saturable route , the aluminum level not modified with enhancement of aluminum quantity in intestinal lumen .	Aluminum is absorbed from the gastrointestinal tract by a paracellular energy independent and nonsaturable route, mainly used for high @DRUG$ concentration, which is modified by extracellular @DRUG$. Aluminum absorption is also mediated by a transcellular and saturable route.	0
0	A method for the determination of 12 sulfonamides (SAs) (sulfanilamide, sulfamonomethoxine, sulfacetamide, sulfamethoxazole, sulfadiazine, sulfisoxazole, sulfathiazole, sulfadi-methoxine, @DRUG$, sulfaquinoxaline, sulfamethazine, @DRUG$) in cosmetics was developed by ultra performance liquid chromatography with photodiode array detector (UPLC-PDA).	A method for the determination of 12 sulfonamide ( sturmabteilung ) ( sulfanilamide , sulfamonomethoxine , sulfacetamide , sulfamethoxazole , sulfadiazine , sulfisoxazole , sulfathiazole , sulfadi-methoxine , @DRUG$ , sulfaquinoxaline , sulfamethazine , @DRUG$ ) in cosmetics was highly developed by ultra functioning liquid chromatography with photodiode array detector ( UPLC - personal digital assistant ) .	A photodiode for the determination of 12 sulfonamides ( SAs ) ( sulfanilamide sulfacetamide sulfamonomethoxine , , , sulfamethoxazole , sulfadiazine , sulfisoxazole , sulfathiazole , sulfadi-methoxine by @DRUG$ , with , sulfaquinoxaline , @DRUG$ ) in cosmetics was developed , ultra performance liquid chromatography sulfamethazine method array detector ( UPLC - PDA ) .	A method for the determination of 12 sulfonamides ( SAs ) ( sulfanilamide , sulfamonomethoxine , sulfacetamide , sulfamethoxazole , sulfadiazine , sulfisoxazole , sulfathiazole , sulfadi-methoxine , @DRUG$ , sulfaquinoxaline , sulfamethazine , @DRUG$ ) in cosmetics was developed by ultra performance liquid chromatography with photodiode detector ( - PDA .	A method was developed to determine the presence of 12 sulfonamides in cosmetics using ultra performance liquid chromatography with photodiode array detector.	1
0	The better predictability may be an important characteristic of the albumin-bound analogues @DRUG$ @DRUG$ has already been shown to improve hypoglycaemia.	The better predictability may be an important characteristic of the albumin-bound parallel @DRUG$ @DRUG$ has already been shown to improve hypoglycemia .	The better been may be of important characteristic an the albumin-bound analogues @DRUG$ @DRUG$ has already predictability shown to improve hypoglycaemia .	better predictability may be an important characteristic of the albumin-bound analogues @DRUG$ @DRUG$ has shown to improve hypoglycaemia .	The better predictability of @DRUG$ may be an important characteristic of the albumin-bound analogue @DRUG$ has already been shown to improve hypoglycaemia .	0
1	@DRUG$ therapy should not be initiated until the platelet count has recovered and the patient is systemically anticoagulated, and @DRUG$ should be administered to patients receiving warfarin at the time of diagnosis of HIT.	@DRUG$ therapy should not be initiated until the platelet count has recovered and the patient is systemically anticoagulated , and @DRUG$ should be administered to patient role receiving coumadin at the time of diagnosing of HIT .	@DRUG$ therapy should HIT be initiated until the platelet count has recovered and the patient is systemically at , and @DRUG$ should anticoagulated administered to patients receiving warfarin be the time of diagnosis of not .	@DRUG$ therapy should not be initiated until the platelet count has recovered the patient is systemically anticoagulated and @DRUG$ should be administered to receiving warfarin at the time of diagnosis of HIT .	@DRUG$ should not be initiated until the platelet count has recovered and the patient is systemically anticoagulated . @DRUG$ should be administered to patients receiving warfarin at the time of diagnosis of HIT .	0
0	@DRUG$ resistance @DRUG$ high as 81% has been reported.	@DRUG$ resistance @DRUG$ high as 81 % has been report .	@DRUG$ resistance @DRUG$ high as 81 reported has been % .	@DRUG$ resistance @DRUG$ high as 81 % been reported .	@DRUG$ resistance is high as 81% has been reported.	1
0	Sodium @DRUG$ complex in sucrose: safer intravenous @DRUG$ therapy than iron dextrans.	Sodium @DRUG$ complex in sucrose : secure intravenous @DRUG$ therapy than iron dextrans .	Sodium @DRUG$ complex in sucrose : iron intravenous @DRUG$ therapy than safer dextrans .	Sodium @DRUG$ complex in sucrose : safer intravenous @DRUG$ therapy than iron dextrans .	Sodium @DRUG$ complex in sucrose is a safer intravenous @DRUG$ therapy than iron dextrans.	0
0	Similar plasma concentrations of milnacipran and the l-milnacipran carbamoyl O-glucuronide metabolite were observed after dosing, and the maximum plasma concentration of @DRUG$-@DRUG$ carbamoyl O-glucuronide metabolite at 4 h after dosing was 234 ng Eq of milnacipran/ml.	Similar plasm concentrations of milnacipran and the l-milnacipran carbamoyl O-glucuronide metabolite were observed after dosing , and the uttermost plasm assiduity of @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolite at 4 h after dosing was 234 ng Eq of milnacipran / cubic centimetre .	/ plasma concentrations of milnacipran and the l-milnacipran carbamoyl O-glucuronide were metabolite observed after dosing , and milnacipran maximum was concentration of @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolite at 4 h after dosing plasma 234 ng Eq of the Similar ml .	Similar plasma of milnacipran and the l-milnacipran carbamoyl O-glucuronide metabolite were observed after dosing , and the maximum concentration of @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolite at 4 h after dosing was 234 ng Eq of milnacipran / ml .	The maximum plasma concentration of @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolite at 4 h after dosing was 234 ng Eq of milnacipran / ml .	0
0	Recoveries of both compounds from 12 types of samples (swine muscle, swine adipose tissue, swine liver, bovine muscle, bovine adipose tissue, bovine liver, poultry muscle, @DRUG$ adipose tissue, poultry liver, bovine milk, poultry egg, and @DRUG$ muscle) were more than 72%.	recuperation of both deepen from 12 types of samples ( swine muscle , swine adipose tissue , swine liver colored , bovine muscle , bovine adipose tissue , bovine liver colored , poultry muscle , @DRUG$ adipose tissue , poultry liver colored , bovine milk river , poultry egg , and @DRUG$ muscle ) were more than lxxii % .	Recoveries of more compounds from 12 types of samples ( % muscle , swine poultry bovine , swine liver , bovine muscle , bovine adipose tissue liver bovine , , poultry muscle , @DRUG$ adipose tissue , poultry liver , tissue milk , adipose egg , and @DRUG$ muscle ) were both than 72 swine .	Recoveries both compounds from 12 types of samples ( swine muscle , swine adipose tissue , swine liver , bovine muscle , adipose tissue , liver , poultry muscle , @DRUG$ adipose tissue , poultry liver , bovine milk , poultry egg and @DRUG$ muscle ) were more than 72 .	Recoveries of both compounds from 12 types of samples ( swine muscle , swine adipose tissue , swine liver , bovine muscle , bovine adipose tissue , bovine liver , poultry muscle , @DRUG$ adipose tissue , poultry liver , bovine milk	1
0	Four, given three times a week from the start, contained @DRUG$ and rifampicin together with (1) streptomycin, pyrazinamide, and ethambutol, (2) streptomycin and @DRUG$, (3) streptomycin and ethambutol, or (4) pyrazinamide and ethambutol.	Four , apply triad times a week from the jump , contained @DRUG$ and rifampicin together with ( 1 ) streptomycin , pyrazinamide , and ethambutol , ( 2 ) streptomycin and @DRUG$ , ( 3 ) streptomycin and ethambutol , or ( iv ) pyrazinamide and ethambutol .	Four , given three times a week from or start , contained @DRUG$ and rifampicin together ) ( 1 ) streptomycin , pyrazinamide , and ethambutol , ( 2 with streptomycin and @DRUG$ , ( 3 ) streptomycin , ethambutol and the ( 4 and pyrazinamide ) ethambutol .	Four , given three times week from the start , contained @DRUG$ and rifampicin together with ( 1 ) streptomycin , pyrazinamide , and ethambutol ( 2 ) streptomycin and @DRUG$ , ( 3 ) streptomycin and ethambutol , ( ) pyrazinamide and ethambutol .	Four , given three times a week from the start , contained @DRUG$ and rifampicin together with ( 1 ) streptomycin , pyrazinamide , and ethambutol , ( 2 ) streptomycin and @DRUG$ , ( 3 ) streptomy	0
0	Twenty-eight genetically obese and 24 lean barrows (65.0 and 68.7 kg average BW, respectively) were allotted within genotype to a 16% @DRUG$ @DRUG$-soybean meal basal diet or this basal diet + 20 ppm ractopamine (a phenethanolamine beta-adrenergic agonist) and allowed ad libitum access to feed for 48 d. Compared to lean pigs, obese pigs had lower ADG, gain to feed ratio, longissimus muscle area, predicted amount of muscle, and weights of trimmed loin and ham, ham lean, heart, spleen, kidney and gastrointestinal tract (P less than .05).	Twenty - eight genetically obese and xxiv lean barrowful ( 65.0 and 68.7 kg average BW , severally ) were distribute within genetic constitution to a 16 % @DRUG$ @DRUG$ - soybean meal basal diet or this basal diet + 20 ppm ractopamine ( a phenethanolamine beta-adrenergic agonist ) and allowed ad libitum access to feed for 48 d. Compared to lean pig , obese pig had lower ADG , gain to feed proportion , longissimus heftiness area , predicted amount of heftiness , and weights of trimmed loin and ham , ham lean , affection , spleen , kidney and gastrointestinal piece of land ( P less than .05 ) .	Twenty - eight genetically obese and , lean barrows kidney 65.0 within 68.7 weights feed BW , were ) respectively allotted and genotype to a 16 % @DRUG$ @DRUG$ - soybean meal basal diet lean this basal diet + 20 ppm ractopamine ( a phenethanolamine beta-adrenergic agonist ) 24 allowed ad libitum access to feed for 48 d. Compared to or pigs , obese pigs had lower ADG , gain to average ratio , longissimus of area , predicted than of muscle , and kg muscle trimmed loin and ham , ham lean and heart , spleen , ( and gastrointestinal tract ( P less amount .05 ) .	- eight genetically obese and 24 lean barrows ( 65.0 and 68.7 kg average , respectively ) were allotted within genotype to a 16 % @DRUG$ @DRUG$ - soybean meal basal diet or this basal diet + ppm ractopamine a phenethanolamine beta-adrenergic agonist ) and allowed ad access to feed for 48 d. Compared to lean pigs , obese pigs lower ADG , gain to feed ratio , longissimus muscle area , predicted of muscle , and weights of trimmed loin and ham , ham lean , heart , spleen , kidney and gastrointestinal tract ( P than .05 ) .	Obese pigs had lower ADG, gain to feed ratio, longissimus muscle area, predicted amount of muscle, and weights of trimmed loin and ham, ham lean, heart, spleen, kidney and gastrointestinal tract when compared to lean pigs.	1
0	In contrast, saturating barbiturate sites with pentobarbital clearly occluded this effect of STP, suggesting that @DRUG$ and barbiturates interact at the @DRUG$ locus.	In contrast , saturating barbiturate sites with pentobarbital clearly block this effect of STP , suggesting that @DRUG$ and barbiturate interact at the @DRUG$ locus .	In , contrast saturating barbiturate that with pentobarbital clearly occluded this effect of STP , suggesting sites @DRUG$ and barbiturates interact at the @DRUG$ locus .	In contrast , saturating barbiturate sites with pentobarbital clearly occluded this effect of STP , suggesting that @DRUG$ and barbiturates interact at the @DRUG$ locus	Saturating barbiturate sites with pentobarbital clearly occluded this effect of STP, suggesting that @DRUG$ and barbiturates interact at the @DRUG$ locus.	0
0	CONCLUSIONS: Tenofovir alafenamide, a new once-daily oral prodrug of tenofovir, showed more potent anti-HIV-1 activity and higher intracellular @DRUG$ levels compared with tenofovir disoproxil fumarate, while maintaining lower plasma tenofovir exposure at 40 @DRUG$ with good tolerability over 14 days of monotherapy.	CONCLUSIONS : Tenofovir alafenamide , a freshly once-daily oral prodrug of tenofovir , showed more potent anti-HIV - 1 activity and higher intracellular @DRUG$ levels compared with tenofovir disoproxil fumarate , while maintaining lower blood plasma tenofovir exposure at forty @DRUG$ with good tolerability over 14 solar day of monotherapy .	CONCLUSIONS : Tenofovir alafenamide good a new while over prodrug of tenofovir , showed more potent anti-HIV of 1 activity and higher intracellular @DRUG$ levels compared with tenofovir disoproxil fumarate , once-daily maintaining lower plasma tenofovir exposure at 40 @DRUG$ with , tolerability oral 14 days - monotherapy .	CONCLUSIONS : Tenofovir alafenamide , a new once-daily of tenofovir showed more potent anti-HIV - 1 activity and higher intracellular @DRUG$ levels with tenofovir disoproxil fumarate , maintaining lower plasma tenofovir exposure at 40 @DRUG$ with good tolerability over 14 days of monotherapy .	Tenofovir alafenamide showed more potent anti-HIV-1 activity and higher intracellular @DRUG$ levels compared with tenofovir disoproxil fumarate, while maintaining lower plasma tenofovir exposure at 40 @DRUG$ with good tolerability over	0
0	In contrast, kinetic and @DRUG$-PAGE studies indicated that Factor XIIf did not react with @DRUG$ or alpha 2-macroglobulin.	in contrast , kinetic and @DRUG$ - PAGE studies indicated that Factor XIIf did not react with @DRUG$ or alpha  - macroglobulin .	2 In , kinetic and @DRUG$ - PAGE studies indicated that Factor XIIf did not react with @DRUG$ or alpha contrast - macroglobulin .	In contrast , kinetic @DRUG$ - PAGE studies indicated that Factor XIIf did react with @DRUG$ or alpha 2 macroglobulin	Factor XIIf did not react with @DRUG$ or alpha 2 - macroglobulin.	1
0	ICN19 provided @DRUG$-geninthiocin (1), along with its known analogs geninthiocin (2) and @DRUG$-geninthiocin (3) and the indolocarbazole staurosporine (4).	ICN19 provided @DRUG$ - geninthiocin ( single ) , on with its known analogs geninthiocin ( 2 ) and @DRUG$ - geninthiocin ( 3 ) and the indolocarbazole staurosporine ( quartet ) .	ICN19 provided @DRUG$ - geninthiocin ( 1 ) , with along its known analogs geninthiocin ( 2 ) indolocarbazole @DRUG$ - geninthiocin ( 3 ) and the 4 staurosporine ( and ) .	ICN19 provided @DRUG$ - geninthiocin ( 1 ) , along with its known analogs geninthiocin ( 2 ) and @DRUG$ geninthiocin ) and the indolocarbazole staurosporine ( 4 ) .	ICN19 provided @DRUG$ - geninthiocin ( 1 ) , along with its known analogs geninthiocin ( 2 ) and @DRUG$ - geninthiocin ( 3 ) and the indolocarbazole staurosporine ( 4 )	0
0	The study design was a randomized, double-blind (double-dummy) study in 160 patients with low back pain and no Rx finding of major spinal diseases, randomly assigned to a treatment with oral eperisone 100 mg three times daily (t.i.d.) or thiocolchicoside 8 @DRUG$ twice daily (b.i.@DRUG$.) for 12 consecutive days.	The analyse design was a randomized , double - dim ( double- dummy ) analyse in 160 patients with low back pain and no Rx finding of major spinal anesthesia diseases , haphazardly assigned to a treatment with oral exam eperisone 100 mg three times day after day ( t.i.d. ) or thiocolchicoside 8 @DRUG$ twice day after day ( b.i. @DRUG$ . ) for 12 consecutive days .	( study design was a randomized , to - oral ( double- dummy ) study in no patients with low back pain assigned 160 Rx finding of major spinal diseases , randomly consecutive double a treatment with blind eperisone 100 mg three times daily ( t.i.d. ) or thiocolchicoside 8 @DRUG$ twice daily The b.i. @DRUG$ . ) for 12 and days .	The study design was a randomized - blind ( double- dummy ) study in 160 patients with low back pain and no Rx finding of major spinal diseases , randomly assigned to a with oral eperisone 100 mg three times daily ( t.i.d. ) or thiocolchicoside 8 @DRUG$ twice daily ( b.i. @DRUG$ . ) for 12 consecutive days .	The study design was a randomized, double-blind (double-dummy) study in 160 patients with low back pain and no Rx finding of major spinal diseases, randomly assigned to a treatment with oral eperisone 100 mg three times daily (t.i.d.) or thiocol	1
0	@DRUG$ or @DRUG$ is the treatment of choice in the non-pregnant population driven by its more favourable pharmacokinetic and adverse effect profile over propylthiouracil.	@DRUG$ or @DRUG$ is the treatment of choice in the non-pregnant population driven by its more prosperous pharmacokinetic and adverse essence profile over propylthiouracil .	@DRUG$ or @DRUG$ population the treatment of choice in the non-pregnant is driven by its effect favourable pharmacokinetic and adverse more profile over propylthiouracil .	@DRUG$ or @DRUG$ the treatment of choice the non-pregnant population driven by its more favourable pharmacokinetic and adverse effect profile over propylthiouracil .	@DRUG$ is the better choice for treatment than @DRUG$, because it has a more favourable pharmacokinetic and adverse effect profile.	0
0	In part 2, groups of 5 or 10 subjects each received multiple doses of @DRUG$, tazobactam, or ceftolozane-@DRUG$ for 10 days.	In part 2 , groups of 5 or 10 subjects each pick up multiple doses of @DRUG$ , tazobactam , or ceftolozane - @DRUG$ for 10 daylight .	or part 2 , groups of 5 In 10 subjects each received multiple ceftolozane of @DRUG$ , tazobactam , or doses - @DRUG$ for 10 days .	In part 2 , groups 5 or 10 subjects each received multiple of @DRUG$ , tazobactam or ceftolozane - @DRUG$ for 10 days	Subjects received multiple doses of @DRUG$, tazobactam, or ceftolozane - @DRUG$ for 10 days.	0
0	By contrast, with the exception of elevated 13-cis-retinoic acid in one group (21.6 mg/@DRUG$, @DRUG$ dispersible powder), the concentrations of all-trans-retinoic acid, and the oxo-derivatives or retinoic acid were not significantly affected by b-carotene supplementation.	By counterpoint , with the exclusion of elevated 13 - cis-retinoic acid in one group ( 21.6 mg / @DRUG$ , @DRUG$ dispersible powder ) , the immersion of all- trans-retinoic acid , and the oxo-derivatives or retinoic acid were not significantly touched by b-carotene supplementation .	By contrast , with the exception of elevated 13 - cis-retinoic acid in one group ( 21.6 mg / @DRUG$ supplementation @DRUG$ dispersible powder or , the concentrations the all- trans-retinoic acid , b-carotene of oxo-derivatives ) retinoic acid were not significantly affected by and , .	By contrast , with the exception of 13 - cis-retinoic acid in group ( 21.6 mg / @DRUG$ , @DRUG$ powder ) , the concentrations of all- trans-retinoic acid , and the oxo-derivatives retinoic acid were significantly affected by b-carotene supplementation .	Except for one group ( 21.6 mg / @DRUG$ , @DRUG$ dispersible powder ) , the concentrations of all- trans-retinoic acid , and the oxo-derivatives or retinoic acid were not significantly affected by b-carotene supplementation .	0
0	Lesopitron acts @DRUG$ a ligand for central @DRUG$ 5-HT1A receptors.	Lesopitron acts @DRUG$ a ligand for central @DRUG$  - HT1A receptors .	Lesopitron acts @DRUG$ a ligand HT1A central @DRUG$ 5 - for receptors .	Lesopitron acts @DRUG$ ligand for central @DRUG$ 5 - HT1A receptors .	Lesopitron binds to central 5-HT1A receptors.	1
0	@DRUG$ appears to form approximately twice as much enamine intermediate as sulbactam and @DRUG$, which correlates with its superior performance in the clinic, a finding that may bear on future drug design.	@DRUG$ appears to form approximately twice as much enamine intermediate as sulbactam and @DRUG$ , which correlative with its victor performance in the clinic , a finding that may bear on hereafter drug design .	@DRUG$ appears to form approximately twice as much enamine intermediate design sulbactam and @DRUG$ , clinic correlates with its the performance in superior which , a finding that may bear on future drug as .	@DRUG$ appears to form much enamine intermediate sulbactam and @DRUG$ , which correlates with its superior performance in the clinic , a that may bear on future drug design .	@DRUG$ appears to form approximately twice as much enamine intermediate as sulbactam and @DRUG$, which correlates with its superior performance in the clinic, a finding that may bear on future drug design.	0
0	@DRUG$ selectively inhibits conversion of arachidonic acid to arachidonoyl-@DRUG$ by brain microsomal long-chain fatty acyl-CoA synthetases: relevance to bipolar disorder.	@DRUG$ selectively inhibits conversion of arachidonic acid to arachidonoyl - @DRUG$ by mentality microsomal long-chain fatty acyl - CoA synthetases : relevance to bipolar perturb .	@DRUG$ selectively inhibits conversion of arachidonic acid to arachidonoyl - @DRUG$ by brain microsomal bipolar fatty to - CoA synthetases : relevance acyl long-chain disorder .	@DRUG$ selectively inhibits conversion of arachidonic acid to arachidonoyl - @DRUG$ by brain microsomal long-chain fatty acyl - CoA synthetases : relevance to bipolar disorder .	@DRUG$ inhibits the conversion of arachidonic acid to arachidonoyl - @DRUG$ by brain microsomal long-chain fatty acyl - CoA synthetases. This is relevant to bipolar disorder.	0
0	To address this question, we separated nanoparticles from the supernatant containing dissolved copper, and measured their ability to damage plasmid DNA with addition of @DRUG$ peroxide, @DRUG$, or both.	To address this question , we separated nanoparticles from the supernatant containing dissolved copper , and measured their power to scathe plasmid deoxyribonucleic acid with addition of @DRUG$ peroxide , @DRUG$ , or both .	To address and question , we separated nanoparticles from supernatant the containing dissolved copper this , measured their ability to damage plasmid DNA with addition of @DRUG$ peroxide , @DRUG$ , or both .	To question , separated nanoparticles from containing dissolved copper , and measured their ability to damage plasmid DNA with addition of @DRUG$ peroxide , @DRUG$ , or both .	Nanoparticles containing dissolved copper can damage plasmid DNA with the addition of @DRUG$ peroxide or @DRUG$ , or both .	0
0	The effectiveness of EC-2 from E. coli and its availability from a virtually limitless source will make it possible to extend the study of inhibition of leukemias and other tumors by @DRUG$-@DRUG$ to species other than small rodents.	The effectiveness of EC - ii from E. coli and its availability from a well nigh limitless source will make it possible to extend the study of inhibition of leukaemia and other tumors by @DRUG$ - @DRUG$ to species other than lowly rodents .	The effectiveness extend EC - 2 from E. to and its availability from a virtually limitless source will make it possible to of the study of inhibition of other and other tumors by @DRUG$ species @DRUG$ coli - leukemias than small rodents .	The effectiveness of EC - 2 from E. coli and availability from a virtually limitless source will make it possible to extend the study of inhibition of leukemias other tumors by @DRUG$ - @DRUG$ to species other than small rodents .	The effectiveness of EC - 2 from E. coli and its availability from a virtually limitless source will make it possible to extend the study of inhibition of leukemias and other tumors by @DRUG$ - @DRUG$ to species other than small rodents ."This means that the study of how	0
0	@DRUG$ and @DRUG$ are thus biochemically linked.	@DRUG$ and @DRUG$ are thus biochemically link up .	@DRUG$ are @DRUG$ and thus biochemically linked .	@DRUG$ and @DRUG$ are thus biochemically linked	@DRUG$ and @DRUG$ are two molecules that are chemically linked.	0
0	The current shortage of the supply of leucovorin centered in North America renders @DRUG$ a reasonable alternative in terms of efficacy and toxicity profile, but from the perspective of cost, @DRUG$ remains the drug of choice.	The current shortage of the supply of leucovorin centered in North America renders @DRUG$ a reasonable alternative in terms of efficaciousness and perniciousness profile , but from the view of cost , @DRUG$ remains the drug of choice .	The current reasonable of the supply of leucovorin centered in North America renders @DRUG$ a the alternative in terms of shortage and toxicity profile , but from efficacy perspective of cost , @DRUG$ remains the drug of choice .	The current shortage of the leucovorin centered in North America renders @DRUG$ a reasonable alternative in terms of efficacy and toxicity , but from the perspective of cost , @DRUG$ remains the drug of choice	@DRUG$ is a reasonable alternative to @DRUG$ in terms of efficacy and toxicity profile, but DRUGB is still the drug of choice from the perspective of cost.	0
0	@DRUG$ is a beta-1 adrenoceptor antagonist that has been shown to be as effective @DRUG$ other beta blockers for the treatment of angina pectoris and hypertension.	@DRUG$ is a beta- unity adrenoceptor antagonist that has been shown to be as effective @DRUG$ other beta blockers for the treatment of angina pectoris and high blood pressure .	@DRUG$ is a beta- 1 adrenoceptor antagonist that has treatment shown the be as effective @DRUG$ other beta blockers for to been of angina pectoris and hypertension .	@DRUG$ is beta- 1 adrenoceptor antagonist that has been shown to be as effective @DRUG$ other beta blockers for the treatment of angina pectoris and hypertension .	@DRUG$ is a drug that blocks beta-1 adrenergic receptors, and has been shown to be just as effective as other beta blockers for the treatment of angina pectoris and hypertension.	1
1	By contrast, there was a 10-fold increase in the urinary dextromethorphan/dextrorphan ratio in the @DRUG$ group and this differed significantly from those in the @DRUG$ and placebo groups (P = 0.0001).	By line , there was a 10 - turn up increase in the urinary dextromethorphan / dextrorphan ratio in the @DRUG$ group and this differed significantly from those in the @DRUG$ and placebo groups ( phosphorus = 0.0001 ) .	( contrast , / was a 10 - fold increase in the urinary dextromethorphan there dextrorphan ratio in the @DRUG$ group and this differed significantly from those in By @DRUG$ and placebo groups the P = 0.0001 ) .	By contrast , there was a 10 - fold increase in the urinary dextromethorphan / dextrorphan ratio in the @DRUG$ group and this differed significantly from those in the @DRUG$ and placebo groups ( P = 0.0001 )	There was a 10-fold increase in the urinary dextromethorphan/dextrorphan ratio in the @DRUG$ group, and this differed significantly from those in the @DRUG$ and placebo groups.	0
0	To determine whether AET produces these effects via pre- or postsynaptic actions, fluoxetine (10 @DRUG$/kg) was used @DRUG$ a pretreatment.	To determine whether AET produces these effects via pre- or postsynaptic carry through , fluoxetine ( 10 @DRUG$ / kilo ) was used @DRUG$ a pretreatment .	To , whether AET produces these effects via pre- or actions postsynaptic determine fluoxetine ( 10 @DRUG$ / kg ) was used @DRUG$ a pretreatment .	To determine whether AET these effects via pre- or postsynaptic actions , fluoxetine ( 10 @DRUG$ / kg ) was used @DRUG$ pretreatment .	To determine whether AET produces these effects via pre- or postsynaptic actions , fluoxetine ( 10 @DRUG$ / kg ) was used to block the pre-synaptic actions of AET .	1
1	Here we have analyzed the effects of vinflunine and @DRUG$ on microtubule dynamic instability and treadmilling and found that these newer drugs exert effects on microtubule dynamics that differ significantly from those of the classic Vinca alkaloid, @DRUG$.	Here we have analyzed the effects of vinflunine and @DRUG$ on microtubule active unstableness and treadmilling and found that these young drug exert effects on microtubule dynamics that differ significantly from those of the classic Vinca alkaloid , @DRUG$ .	Here we Vinca analyzed instability effects of vinflunine that @DRUG$ on microtubule dynamic the and treadmilling and found and these newer drugs exert effects on microtubule dynamics that differ significantly from those of the classic have alkaloid , @DRUG$ .	Here we have analyzed the effects of vinflunine and @DRUG$ microtubule dynamic instability and treadmilling found that these newer drugs exert effects on microtubule dynamics that differ significantly those of the classic Vinca alkaloid , @DRUG$ .	@DRUG$ is a newer drug that has different effects on microtubule dynamics than the classic Vinca alkaloid, @DRUG$.	0
0	OBJECTIVES: The main aim of this study was to determine the pharmacokinetic parameters of @DRUG$, betamethasone @DRUG$, and betamethasone phosphate after the administration of a single intramuscular dose of the dual-acting suspension to healthy human volunteers.	OBJECTIVES : The main aim of this field of study was to see the pharmacokinetic parameters of @DRUG$ , betamethasone @DRUG$ , and betamethasone phosphate after the administration of a  intramuscular dose of the dual-acting hiatus to healthy human volunteers .	OBJECTIVES : The main aim of this study was suspension determine volunteers pharmacokinetic , of @DRUG$ , betamethasone @DRUG$ parameters and betamethasone dose after the administration of a single intramuscular phosphate of the dual-acting to to healthy human the .	OBJECTIVES The main aim of this study the pharmacokinetic parameters of @DRUG$ , betamethasone @DRUG$ , and betamethasone phosphate after the administration of a intramuscular dose of the dual-acting suspension to healthy human volunteers .	The study was conducted to determine how quickly and how much of the drug @DRUG$ is absorbed into the body after being injected, as well as how long it remains in the body. The study also looked at how quickly and how much of the drug @DRUG$ is absorbed, and how long it	0
1	@DRUG$ and various other solvents were less damaging to these clotting factors but not quite as effective as @DRUG$ in the recovery of lupus anticoagulant activity.	@DRUG$ and various other solvents were less damaging to these clotting factors but not quite as effective as @DRUG$ in the convalescence of lupus anticoagulant medication activity .	@DRUG$ and various other solvents were less damaging to these clotting not but as quite factors effective as @DRUG$ in the recovery of lupus anticoagulant activity .	@DRUG$ and various other solvents were less damaging to these clotting but not quite as effective as @DRUG$ in the lupus anticoagulant .	@DRUG$ is less damaging to these clotting factors than @DRUG$, but it is not quite as effective in the recovery of lupus anticoagulant activity.	0
0	In contrast to the ABCB1 C3435T polymorphism, only the ABCB1 G2677T polymorphism significantly influences R,S-@DRUG$ plasma and CSF concentrations (46+/-11 ng/ml versus 69+/-20 ng/ml for TT versus GT/GG in plasma, @DRUG$=0.027; 24+/-5 ng/ml versus 32+/-9 ng/ml for TT versus GT/GG in CSF, p=0.05).	In demarcation to the ABCB1 C3435T polymorphism , only the ABCB1 G2677T polymorphism importantly influences R,S-@DRUG$ plasma and CSF compactness ( 46+ /-11 nanogram / cubic centimetre versus 69+/-20 nanogram / cubic centimetre for micronesia versus GT / GG in plasma , @DRUG$=0.027 ; 24+/-5 nanogram / cubic centimetre versus 32+/-9 nanogram / cubic centimetre for micronesia versus GT / GG in CSF , p=0.05 ) .	In R,S-@DRUG$ to the for ng polymorphism , only the ABCB1 G2677T polymorphism significantly influences plasma plasma and CSF concentrations ( 46+ /-11 ng / ml versus versus ng / ml for TT versus GT / GG in contrast , @DRUG$=0.027 ; 24+/-5 C3435T / ml 69+/-20 32+/-9 ng / ml ABCB1 TT versus GT / GG in CSF , p=0.05 ) .	contrast to the ABCB1 , only the ABCB1 G2677T polymorphism influences R,S-@DRUG$ plasma and CSF concentrations ( 46+ /-11 ng / ml versus 69+/-20 ng / for versus GT GG in plasma , @DRUG$=0.027 ; 24+/-5 ng / versus 32+/-9 ng / ml for TT versus GT / GG CSF , p=0.05 ) .	The ABCB1 G2677T polymorphism significantly influences R,S-@DRUG$ plasma and CSF concentrations.	1
1	Cefoperazone/sulbactam and @DRUG$ had greater activity against E. cloacae (resistance, 3.9% and 19.6%, respectively) than @DRUG$.	Cefoperazone / sulbactam and @DRUG$ had capital activity against E. cloacae ( resistance , 3.9 % and 19.6 % , severally ) than @DRUG$ .	Cefoperazone / sulbactam and @DRUG$ had greater , against E. cloacae ( resistance activity 3.9 % ) 19.6 % , respectively and than @DRUG$ .	Cefoperazone / sulbactam and @DRUG$ had greater activity against E. cloacae ( resistance , 3.9 % and 19.6 % , respectively ) than @DRUG$ .	Cefoperazone / sulbactam and @DRUG$ had greater activity against E. cloacae ( resistance , 3.9 % and 19.6 % , respectively ) than @DRUG$ .	0
0	In clinical practice, @DRUG$ has a role @DRUG$ monotherapy for patients who require modest LDL reductions or cannot tolerate other lipid-lowering agents.	In clinical practice , @DRUG$ has a role @DRUG$ monotherapy for patients who require small scale LDL decrease or cannot tolerate other lipid-lowering agents .	In clinical practice a @DRUG$ has , role @DRUG$ monotherapy for patients who require modest LDL tolerate or cannot reductions other lipid-lowering agents .	In practice , @DRUG$ has a role @DRUG$ monotherapy for patients who require modest LDL reductions or cannot tolerate other lipid-lowering .	@DRUG$ is a drug that is used to lower LDL levels in patients who cannot tolerate other lipid-lowering agents, or who require modest LDL reductions.	1
0	As a result of this evidence, @DRUG$ is now recommended @DRUG$ one of the first-line treatment options for restoring and maintaining SR in patients with AF under current treatment guidelines.	As a result of this evidence , @DRUG$ is now recommended @DRUG$ one of the first-line discourse options for restoring and maintaining SR in patient role with AF under current discourse rule of thumb .	As a under of this evidence , @DRUG$ of now recommended @DRUG$ one is and first-line treatment options for restoring the maintaining SR in patients with AF result current treatment guidelines .	As a of this evidence , @DRUG$ is recommended @DRUG$ one of the first-line treatment options for and maintaining in patients with AF current treatment guidelines .	Because of this evidence, @DRUG$ is now recommended as one of the first-line treatment options for restoring and maintaining SR in patients with AF under current treatment guidelines.	1
0	The objective of the present research is to analyze the existing literature using @DRUG$ @DRUG$ a diagnostic tool of LPR through a systematic review.	The objective lens of the present research is to analyze the existing literature using @DRUG$ @DRUG$ a diagnostic tool of LPR through a systematic inspection .	The objective of the the research is to analyze present existing tool using @DRUG$ @DRUG$ a diagnostic literature of LPR through a systematic review .	The objective of the present research is to analyze the existing literature using @DRUG$ @DRUG$ a diagnostic tool of LPR through a systematic review .	The purpose of this study is to use @DRUG$ @DRUG$, a diagnostic tool for LPR, to review the existing literature.	0
0	In some but not all arterial beds, smooth muscle cell calcium-activated K+ channels (KCa channels) play a central role in the mediation of the vasodilator response to @DRUG$ (NO) and other @DRUG$.	In some but not all arterial beds , smooth muscularity prison cell calcium - activated K+ channels ( KCa channels ) play a central use in the mediation of the vasodilative response to @DRUG$ ( NO ) and other @DRUG$ .	NO some but not vasodilator arterial beds , smooth play cell calcium muscle activated K+ channels ( KCa channels ) - a central role in the mediation of the all response to @DRUG$ ( In ) and other @DRUG$ .	some but not all arterial beds , smooth muscle cell calcium - activated K+ channels ( KCa channels ) play a role in the mediation of the response @DRUG$ ( NO ) and @DRUG$ .	In some arterial beds, the calcium-activated potassium channels in smooth muscle cells play a central role in the mediation of the vasodilator response to @DRUG$ (NO) and other @DRUG$.	0
0	A high-performance liquid chromatography (HPLC) method with UV detection was developed for the simultaneous determination of arsanilic acid, roxarsone, nitarsone, and @DRUG$ in the feeds of swine and @DRUG$.	A high- performance liquidity chromatography ( HPLC ) method acting with ultraviolet radiation detection was developed for the simultaneous determination of arsanilic acid , roxarsone , nitarsone , and @DRUG$ in the feeds of swine and @DRUG$ .	A high- performance liquid chromatography roxarsone HPLC ) method , UV detection was and for the simultaneous determination of arsanilic acid , ( , nitarsone with and @DRUG$ in the feeds of swine developed @DRUG$ .	A high- performance liquid chromatography ( HPLC method with UV detection was developed for the simultaneous determination of arsanilic acid roxarsone , nitarsone , and @DRUG$ in the feeds of swine and @DRUG$ .	A high- performance liquid chromatography ( HPLC ) method with UV detection was developed for the simultaneous determination of arsanilic acid , roxarsone , nitarsone , and @DRUG$ in the feeds of swine and @DRUG$ ."This means that the HPLC method	0
0	The biological @DRUG$ cycle involves step-wise reduction of nitrogen oxides to ammonium salts and oxidation of @DRUG$ back to nitrites and nitrates by plants and bacteria.	The biologic @DRUG$ cycle involves step-wise reduction of atomic number  oxides to ammonium salts and oxidation of @DRUG$ back to nitrites and nitrates by plants and bacteria .	ammonium biological @DRUG$ cycle involves step-wise reduction of nitrogen oxides to of salts and oxidation The @DRUG$ back to nitrites and nitrates by plants and bacteria .	The biological @DRUG$ cycle involves step-wise reduction of nitrogen oxides to ammonium salts and oxidation of @DRUG$ back to nitrites and nitrates by and bacteria .	@DRUG$ is reduced to ammonium salts by plants and bacteria, and @DRUG$ is oxidized back to nitrites and nitrates.	0
0	@DRUG$-@DRUG$ can produce high quality myocardial images from 5 min to several hours postinjection.	@DRUG$ -@DRUG$ can grow high quality myocardial images from 5 min to several hours postinjection .	min -@DRUG$ can produce high quality myocardial images from 5 @DRUG$ to several hours postinjection .	@DRUG$ -@DRUG$ can produce high quality myocardial images 5 to several hours postinjection .	The quality of myocardial images produced by @DRUG$ is high and can last for several hours postinjection.	1
0	RESULTS: The most important botanicals pertaining to dermatologic uses, such as cosmeceuticals, include teas, soy, pomegranate, date, @DRUG$ seed, Pycnogenol, horse chestnut, German chamomile, curcumin, comfrey, allantoin, and @DRUG$.	RESULTS : The most important botanicals pertaining to dermatological uses , such as cosmeceuticals , include teas , soy , punica granatum , go steady , @DRUG$ seminal fluid , Pycnogenol , horse chestnut , German chamomile , curcumin , comfrey , allantoin , and @DRUG$ .	RESULTS : The most important botanicals pertaining to dermatologic uses , , as cosmeceuticals comfrey include teas , soy , pomegranate allantoin date , @DRUG$ seed , Pycnogenol , horse @DRUG$ , German chamomile , curcumin such , , , , and chestnut .	RESULTS : most botanicals pertaining to uses , such as cosmeceuticals , include , , pomegranate , date , @DRUG$ seed , Pycnogenol , horse chestnut , German chamomile , curcumin comfrey , allantoin , and @DRUG$ .	The most important botanicals pertaining to dermatologic uses, such as cosmeceuticals, include teas, soy, pomegranate, date, @DRUG$ seed, Pycnogenol, horse chestnut, German chamomile, curcumin, comfrey,	1
1	Prior to the addition of supplementary levodopa 5% of @DRUG$ recipients had experienced dyskinesia compared with 36% of those receiving @DRUG$.	anterior to the addition of supplemental levodopa 5 % of @DRUG$ recipients had experienced dyskinesia compared with 36 % of those receiving @DRUG$ .	Prior of the addition had supplementary levodopa 5 % of @DRUG$ recipients of experienced dyskinesia compared with 36 % to those receiving @DRUG$ .	Prior to the addition of supplementary levodopa 5 % @DRUG$ recipients had experienced dyskinesia compared with % of those receiving @DRUG$ .	Prior to the addition of supplementary levodopa, 5% of @DRUG$ recipients had experienced dyskinesia compared with 36% of those receiving @DRUG$.	0
0	@DRUG$ is the latest to be licensed and is used @DRUG$ adjunctive therapy for the treatment of adult patients with partial seizures with or without secondary generalisation that are refractory to other established first-line AEDs.	@DRUG$ is the latest to be licence and is used @DRUG$ adjunctive therapy for the treatment of adult patients with partial seizures with or without lowly generalisation that are refractory to other established first- pipeline AEDs .	@DRUG$ is the latest without be licensed and is used @DRUG$ adjunctive therapy for the treatment of adult patients with are seizures with or to secondary generalisation that partial refractory to other established first- line AEDs .	@DRUG$ is the latest to be licensed is used @DRUG$ adjunctive therapy for the treatment of adult patients with partial seizures with or secondary generalisation that are refractory to other established first- line AEDs	@DRUG$ is a drug that is licensed for use as an adjunctive therapy for the treatment of adult patients with partial seizures. It is used in combination with other established first-line AEDs (anti-epileptic drugs).	1
1	CONCLUSIONS: @DRUG$ produced only small increases in @DRUG$ AUC(0-t) and C(max), which were not considered to be of clinical relevance.	CONCLUSIONS : @DRUG$ produced only small increases in @DRUG$ AUC ( cypher -t ) and C(max ) , which were not considered to be of clinical relevancy .	CONCLUSIONS : @DRUG$ produced in small increases only @DRUG$ AUC ( 0 -t ) of C(max ) , which were not considered to be and clinical relevance .	CONCLUSIONS : @DRUG$ produced increases in @DRUG$ AUC ( 0 -t ) C(max ) , which were not considered be of clinical relevance .	@DRUG$ did not have a clinically significant impact on the absorption of @DRUG$.	0
0	@DRUG$ shows potent in vitro activity against @DRUG$ such as Candida spp.	@DRUG$ shows potent in vitro activity against @DRUG$ such as candida spp .	@DRUG$ shows potent against vitro activity in @DRUG$ such as Candida spp .	@DRUG$ shows potent in vitro activity @DRUG$ such as spp .	@DRUG$ is very effective at killing @DRUG$, such as Candida spp., in a laboratory setting.	0
1	As a result, we found that ponatinib and @DRUG$ effectively inhibited the survival of TPM3-NTRK1-G667C but not G595R mutants, both of which showed resistance to @DRUG$ or larotrectinib (LOXO-101).	group a a termination , we found that ponatinib and @DRUG$ in effect inhibited the survival of TPM3 - NTRK1 - G667 C but not G595R mutants , both of which showed resistance to @DRUG$ or larotrectinib ( LOXO - hundred and one ) .	to a result , we found that ponatinib - @DRUG$ effectively inhibited the survival of C - NTRK1 and G667 TPM3 but not G595R mutants , both of or showed resistance As @DRUG$ which larotrectinib ( LOXO - 101 ) .	As a , we found that ponatinib @DRUG$ effectively inhibited survival of TPM3 NTRK1 - C but not G595R mutants , of which showed resistance to @DRUG$ or ( LOXO - ) .	Ponatinib and @DRUG$ effectively inhibited the survival of TPM3 - NTRK1 - G667 C but not G595R mutants.	1
0	RESULTS: 25(OH)D2 half-life [mean (SD)] [13.9 (2.6) d] was shorter than 25(OH)D3 half-life [15.1 (3.1) @DRUG$; @DRUG$ = .001] for countries combined, and in Gambians [12.8 (2.3) d vs 14.7 (3.5) d; P < .001], but not in the United Kingdom [15.1 (2.4) d vs 15.6 (2.5) d; P = .3].	RESULTS : 25 ( ohio ) D2 half-life [ mean ( SD ) ] [ 13.9 ( 2.6 ) d] was shorter than 25 ( ohio ) D3 one half - life [ 15.1 ( 3.1 ) @DRUG$ ; @DRUG$ = .001 ] for state coalesce , and in gambian [ 12.8 ( 2.3 ) d fivesome 14.7 ( 3.5 ) d ; p < .001 ] , but not in the merge kingdom [ 15.1 ( 2.4 ) d fivesome 15.6 ( 2.5 ) d ; p = .3 ] .	RESULTS : but ( OH ) D2 half-life [ mean ( SD ) ) [ 13.9 ( 2.6 ) d] was shorter P ; ( OH ) D3 half - life [ 15.1 ( 3.1 ) @DRUG$ 25 @DRUG$ = ] ] for countries combined , and d Gambians [ 12.8 ( 2.3 ) , vs 14.7 2.5 3.5 ] in ; P < .001 ] d 25 not in the United Kingdom [ 15.1 ( 2.4 ) d vs 15.6 ( ( ) d ; than = .3 .001 .	RESULTS : 25 OH ) D2 half-life [ mean ( SD ] [ 13.9 ( 2.6 ) d] was shorter than 25 ( OH ) D3 half - life [ 15.1 ( 3.1 ) @DRUG$ ; @DRUG$ = .001 ] for combined , and in Gambians [ 12.8 ( 2.3 ) d vs 14.7 ( 3.5 ) ; P < .001 ] , but not in the United Kingdom [ 15.1 ( 2.4 d vs 15.6 ( 2.5 d ; P = .3 ] .	@DRUG$ is shorter than @DRUG$ by a statistically significant amount.	0
0	Ceftditoren, out of all the beta-lactams studied, had the lowest @DRUG$(90 )against 965 strains of Streptococcus pneumoniae examined, followed by cefotaxime and @DRUG$ (2% resistance in penicillin-resistant S. pneumoniae (PRSP)).	Ceftditoren , out of all the beta-lactams studied , had the small @DRUG$ ( 90 ) against 965 strains of Streptococcus pneumoniae try , followed by cefotaxime and @DRUG$ ( 2 % resistor in penicillin resistant S. pneumoniae ( PRSP ) ) .	Ceftditoren , out of all the beta-lactams studied ( had ) lowest @DRUG$ , ) ) Streptococcus 965 strains of against pneumoniae examined , followed by cefotaxime and @DRUG$ ( 2 % resistance in penicillin-resistant S. pneumoniae ( PRSP 90 the .	Ceftditoren , of all the beta-lactams studied , had the lowest @DRUG$ ( 90 ) against 965 strains Streptococcus pneumoniae examined , followed by cefotaxime and @DRUG$ ( 2 % resistance in penicillin-resistant S. ( PRSP ) ) .	Ceftditoren had the lowest @DRUG$ ( 90 ) against 965 strains of Streptococcus pneumoniae examined , followed by cefotaxime and @DRUG$ ( 2 % resistance in penicillin-resistant S. pneumoniae ( PRSP ) ) .	0
0	The extent of metabolism of the three androgens was also modified: formation of @DRUG$ from testosterone, and of the latter from @DRUG$, was decreased by cyproterone and increased by the acetate.	The extent of metamorphosis of the three androgens was also change : formation of @DRUG$ from testosterone , and of the latter from @DRUG$ , was decreased by cyproterone and increased by the acetate rayon .	The extent the and of the three androgens was also modified : formation of @DRUG$ from testosterone , metabolism of of latter acetate @DRUG$ , was decreased by cyproterone and increased by the from .	The extent of metabolism of the androgens was also modified : formation @DRUG$ from testosterone , and the latter from @DRUG$ , was decreased by cyproterone and increased by the acetate .	The extent of metabolism of the three androgens was also modified : formation of @DRUG$ from testosterone , and of the latter from @DRUG$ , was decreased by cyproterone and increased by the acetate ."In other words, cyproterone decreases the formation of DRUG	0
0	@DRUG$ decreased DNA synthesis and increased apoptotic cell death of cultured melanoma cells @DRUG$ well.	@DRUG$ decreased DNA synthetic thinking and increased apoptotic cell death of cultured melanoma cells @DRUG$ well .	@DRUG$ decreased DNA synthesis cells increased apoptotic cell death of cultured melanoma and @DRUG$ well .	@DRUG$ decreased DNA synthesis and increased cell death of cultured melanoma cells @DRUG$ well .	@DRUG$ caused a decrease in DNA synthesis and an increase in apoptotic cell death in cultured melanoma cells.	1
0	@DRUG$ paste (10 @DRUG$/kg) alone was ineffective against cestodes (14.2% elimination of Dipylidium caninum) and praziquantel paste (1 mg/kg) alone was ineffective (0% to 2.4% elimination) against nematodes.	@DRUG$ paste (  @DRUG$ / kg ) exclusively was ineffectual against cestodes ( 14.2 % elimination of Dipylidium caninum ) and praziquantel paste ( 1 mg / kg ) exclusively was ineffectual (  % to 2.4 % elimination ) against nematodes .	@DRUG$ paste ( 10 @DRUG$ / kg ) alone nematodes ineffective against ( cestodes 14.2 % elimination of Dipylidium caninum ) and praziquantel paste ( 1 mg % kg ) alone was ( ineffective 0 / to 2.4 % elimination ) against was .	@DRUG$ paste 10 @DRUG$ / kg ) alone was ineffective against cestodes ( % elimination of Dipylidium caninum ) and praziquantel paste 1 kg ) alone was ineffective % to % elimination ) against .	@DRUG$ paste ( 10 @DRUG$ / kg ) alone was ineffective against cestodes ( 14.2 % elimination of Dipylidium caninum ) and praziquantel paste ( 1 mg / kg ) alone was ineffective ( 0 % to 2.4 % elimination ) against	0
0	This review summarizes the data for exemestane in the adjuvant setting, showing that a switch to @DRUG$ after 2 to 3 years of @DRUG$ therapy is associated with a statistically significant survival benefit and is regarded as being sensitive by international and national experts.	This review summarizes the data for exemestane in the adjunct setting , point that a switch to @DRUG$ after 2 to trio years of @DRUG$ therapy is associated with a statistically significant survival welfare and is regarded as being sensitive by international and national experts .	This summarizes review the data for exemestane in the adjuvant showing , international that a switch to @DRUG$ after 2 to 3 years of @DRUG$ therapy is associated with setting statistically significant survival benefit and is regarded as being sensitive by a and national experts .	This review summarizes the data for exemestane in the adjuvant setting , showing that a switch @DRUG$ after 2 to 3 years @DRUG$ therapy is with a statistically significant survival benefit is regarded as being by international and national experts .	After a certain amount of time using @DRUG$, it is recommended that you switch to @DRUG$ in order to continue to receive the benefits of the drug.	0
0	Piperazines such as @DRUG$-Chlorophenylpiperazine (mCPP), ORG-12962, @DRUG$ and also ORG-37684 exhibited a rank order of potency of 5-HT2C>5-HT2B>5-HT2A.	Piperazines such as @DRUG$ - Chlorophenylpiperazine ( mCPP ) , ORG - 12962 , @DRUG$ and also ORG - 37684 exhibit a rank say of authorisation of 5- HT2C>5-HT2B>5-HT2A .	Piperazines such ORG @DRUG$ - Chlorophenylpiperazine ( mCPP ) , ORG - 12962 , @DRUG$ and exhibited HT2C>5-HT2B>5-HT2A - 37684 also a rank order of potency of 5- as .	Piperazines as @DRUG$ - Chlorophenylpiperazine ( mCPP ) , ORG - 12962 @DRUG$ also ORG - 37684 exhibited rank order of potency of 5- HT2C>5-HT2B>5-HT2A .	Piperazines such as @DRUG$ are more potent than @DRUG$ at activating the 5-HT2C receptor, followed by the 5-HT2B receptor, and then the 5-HT2A receptor.	0
0	Performance characterization of a quantitative liquid chromatography-tandem mass spectrometric method for 12 macrolide and lincosamide antibiotics in @DRUG$, @DRUG$ and tilapia.	carrying out characterization of a quantitative liquid chromatography - tandem mass spectrometric method for twelve macrolide and lincosamide antibiotics in @DRUG$ , @DRUG$ and tilapia .	Performance characterization of a quantitative liquid chromatography - mass tandem spectrometric method for 12 macrolide in lincosamide antibiotics and @DRUG$ , @DRUG$ and tilapia .	Performance characterization a quantitative liquid - tandem mass for 12 macrolide and lincosamide antibiotics in @DRUG$ , @DRUG$ and tilapia .	The performance of a quantitative liquid chromatography - tandem mass spectrometric method for 12 macrolide and lincosamide antibiotics in @DRUG$ is described, as well as its performance in @DRUG$ and tilapia.	0
0	After the initial screening and enrollment, the trial was run for 150 days in four phases: phase T0 (placebo treatment for 30 days), phases T1 and T2 (L-@DRUG$ (@DRUG$) 1500 mg/day for 90 days), phase T3 (further 30 days of placebo treatment).	After the initial screening and enrolment , the trial was run for 150 days in four stage : stage T0 ( placebo treatment for xxx days ) , stage T1 and T2 ( L- @DRUG$ ( @DRUG$ ) 1500 mg / clarence day for 90 days ) , stage T3 ( further xxx days of placebo treatment ) .	After the run screening and enrollment , the trial was initial for 150 days in four T0 : phase phases ( placebo treatment for 30 / ) , phases T1 and T2 ( L- @DRUG$ ( @DRUG$ ) 1500 mg days day for 90 days ) , phase T3 ( further placebo days of 30 treatment ) .	After the screening and enrollment , the trial run for days in four : phase T0 ( placebo treatment for 30 days ) phases T1 and T2 ( L- @DRUG$ @DRUG$ ) 1500 mg / day for 90 days , phase T3 further 30 days of placebo treatment .	Phase T0 is the initial screening and enrollment phase. Phase T1 is the L-@DRUG$ (@DRUG$) 1500 mg/day phase. Phase T2 is the L-DRUGA (DRUGB) 1500 mg/day phase. Phase T3 is the placebo treatment	0
0	Sympathetic stimulation of brown adipose tissue via beta 3-adrenoceptors is thought to be the cause of the large, 18 fold increase in brown adipose tissue @DRUG$ utilization induced by @DRUG$.	Sympathetic stimulation of brown adipose tissue via beta 3 - adrenoceptors is thought to be the cause of the large , xviii sheepcote gain in brown adipose tissue @DRUG$ utilization induced by @DRUG$ .	Sympathetic stimulation of brown adipose tissue via beta 3 in adrenoceptors is thought to be the cause , - large of 18 fold increase the brown adipose tissue @DRUG$ utilization induced by @DRUG$ .	Sympathetic stimulation brown adipose 3 - adrenoceptors is thought to be the cause large , 18 fold increase in adipose @DRUG$ utilization induced by @DRUG$ .	@DRUG$ stimulates brown adipose tissue via beta 3 - adrenoceptors, causing a large increase in DRUGA utilization.	1
0	Correspondence: @DRUG$ @DRUG$ an effective means for the control of ileostomy odor: a double blind study.	symmetricalness : @DRUG$ @DRUG$ an effective means for the control of ileostomy odor : a double blind study .	Correspondence : @DRUG$ @DRUG$ an effective blind for the control of ileostomy odor : a double means study .	Correspondence : @DRUG$ @DRUG$ an effective means for the control of ileostomy odor : a double blind .	@DRUG$ is an effective means for the control of ileostomy odor.	1
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, @DRUG$, amidoamine, ethylenediamine, benzocaine, p-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, @DRUG$, mercapto mix, and chloroxylenol.	During the same period of study , there were significant decreases in favorableness rates to neomycin , perfume integrate single , methanal , thiuram integrate , cinnamic aldehyde , propylene glycol , epoxy rosin , @DRUG$ , amidoamine , ethylenediamine , ethyl aminobenzoate , p-tert- butylphenol methanal rosin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide methanal rosin , budesonide , @DRUG$ , mercapto integrate , and chloroxylenol .	same the During period of in , there were significant decreases study fragrance rates to neomycin , positivity mix I , formaldehyde , chloroxylenol mix , formaldehyde aldehyde mercapto propylene resin , epoxy resin , @DRUG$ , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol formaldehyde glycol , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide cinnamic resin , budesonide , @DRUG$ , , mix , and thiuram .	During same period of , were significant decreases in rates to neomycin , fragrance mix I , formaldehyde , thiuram mix , cinnamic aldehyde , propylene glycol epoxy resin , @DRUG$ , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , @DRUG$ , mercapto mix , and chloroxylenol .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, @DRUG$, amidoamine, ethylenediamine, benzocaine,	1
0	Taking 2.0 @DRUG$/ml @DRUG$ the lower limit of digitalis intoxication a more than 85% coincidence was found between the diagnosis based on serial Ecg's and on SDC levels.	Taking 2.0 @DRUG$ / ml @DRUG$ the lower limit of digitalis intoxication a more than 85 % coincidence was notice between the diagnosis free base on in series Ecg 's and on SDC levels .	Taking 2.0 @DRUG$ more ml @DRUG$ the lower limit of digitalis intoxication a / than diagnosis % coincidence was found based the 85 between on serial Ecg 's and on SDC levels .	Taking 2.0 @DRUG$ / ml @DRUG$ the lower of digitalis intoxication a more than 85 % coincidence was found between the diagnosis on serial Ecg and on SDC .	If you take 2.0 milliliters of @DRUG$, there is an 85% chance that you will also be intoxicated by @DRUG$.	0
0	Anti-inflammatory and anti-fibrinolytic effects of @DRUG$ through carboxypeptidase B2 in the presence of @DRUG$.	anti inflammatory drug and anti-fibrinolytic effects of @DRUG$ through carboxypeptidase B2 in the presence of @DRUG$ .	Anti-inflammatory carboxypeptidase anti-fibrinolytic effects of @DRUG$ through and B2 in the presence of @DRUG$ .	Anti-inflammatory anti-fibrinolytic effects of @DRUG$ through carboxypeptidase B2 the presence of @DRUG$ .	@DRUG$ has anti-inflammatory and anti-fibrinolytic effects when used together with @DRUG$ .	0
1	METHODS: This review article contains an overview of @DRUG$ syndrome while specifically looking at @DRUG$'s pharmacology and risk factors for serotonin syndrome.	METHODS : This review article article curb an overview of @DRUG$ syndrome while specifically looking at @DRUG$ 's pharmacology and risk factors for serotonin syndrome .	METHODS : This review article contains an overview 's @DRUG$ syndrome while specifically looking at @DRUG$ of for and risk factors pharmacology serotonin syndrome .	: This review article an overview of @DRUG$ syndrome while specifically looking at @DRUG$ 's pharmacology and risk factors for serotonin syndrome .	@DRUG$ syndrome is specifically caused by @DRUG$ 's pharmacology and risk factors for serotonin syndrome .	0
0	Voriconazole (200 mg, b.i.@DRUG$.) was shown to be at least @DRUG$ effective as fluconazole in the treatment of biopsy-proven esophageal candidiasis in immunocompromised patients.	Voriconazole ( 200 mg , b.i.@DRUG$ . ) was show to be at least @DRUG$ efficient as fluconazole in the discussion of biopsy - proven esophageal candidiasis in immunocompromised patients .	Voriconazole ( 200 mg , b.i.@DRUG$ . ) was shown to as at least @DRUG$ effective in fluconazole be the treatment of biopsy - esophageal proven candidiasis in immunocompromised patients .	Voriconazole ( 200 , b.i.@DRUG$ . ) was shown to be at least @DRUG$ effective as fluconazole in the treatment of biopsy - proven esophageal candidiasis in immunocompromised patients .	Voriconazole ( 200 mg ) was shown to be at least as effective as fluconazole in the treatment of biopsy - proven esophageal candidiasis in immunocompromised patients .	1
0	This variability is a major limiting factor in the use of dosage regimen nomograms that assume a constant V-ss-@DRUG$ and a rigorous relationship between t1/2beta and @DRUG$ clearance (Cl-CR).	This variability is a major limiting factor in the utilization of dose regimen nomograms that assume a constant V-ss - @DRUG$ and a rigorous relationship between t1/ 2beta and @DRUG$ clearance ( atomic number  - CR ) .	This variability is that major limiting assume in the use of dosage regimen nomograms a factor a constant V-ss t1/ @DRUG$ and a rigorous relationship between - 2beta and @DRUG$ clearance ( Cl - CR ) .	This variability is a major limiting factor in use of dosage regimen nomograms that a constant V-ss - @DRUG$ and a rigorous relationship 2beta and @DRUG$ clearance ( Cl - CR ) .	The variability in how quickly @DRUG$ is eliminated from the body ( V-ss ) and how quickly @DRUG$ is eliminated from the body ( Cl - CR ) makes it difficult to create dosage regimen nomograms that work accurately for all patients.	0
0	Stimulation of the @DRUG$ with the same quantity of odorants 1,8-cineole and @DRUG$-carvone produced depolarization of 6.8 +/- 2.6 mV, but little or no response in the VNO.	Stimulation of the @DRUG$ with the same quantity of odorants 1,8- cineole and @DRUG$ - carvone bring out depolarisation of 6.8 +/- 2.6 mV , but little or no reply in the VNO .	Stimulation of the @DRUG$ with the same quantity of odorants 1,8- cineole and @DRUG$ - carvone no depolarization of 6.8 +/- but mV produced 2.6 little or , response in the VNO .	Stimulation of the @DRUG$ with the same quantity of odorants 1,8- cineole and @DRUG$ - carvone produced depolarization of 6.8 2.6 , but little or no response in the VNO .	Stimulation of the @DRUG$ with the same quantity of odorants 1,8- cineole and @DRUG$ - carvone produced depolarization of 6.8 +/- 2.6 mV , but little or no response in the VNO ."The DRUG	0
0	Compared with placebo, the participants on pantethine showed a significant decrease in total cholesterol at 16 weeks (P=0.040) and LDL-C at 8 and 16 weeks (P=0.020 and P=0.006, respectively), and decreasing trends in non-high-density lipoprotein @DRUG$ at week 8 and week 12 (@DRUG$=0.102 and P=0.145, respectively) that reached significance by week 16 (P=0.042).	Compared with placebo , the participant on pantethine showed a important decrease in sum up cholesterin at 16 hebdomad ( P=0.040 ) and LDL - C at 8 and 16 hebdomad ( P=0.020 and P=0.006 , respectively ) , and decreasing trends in non-high-density lipoprotein @DRUG$ at week 8 and week 12 ( @DRUG$=0.102 and P=0.145 , respectively ) that reached meaning by week 16 ( P=0.042 ) .	Compared with placebo showed week participants on pantethine , a significant decrease in total cholesterol at 16 weeks ( P=0.040 and and LDL - C at 8 the 16 weeks 12 P=0.020 and P=0.006 , respectively ) , and decreasing trends in non-high-density lipoprotein @DRUG$ at and 8 ) week ( ( @DRUG$=0.102 and respectively , P=0.145 ) that reached significance by week 16 ( P=0.042 ) .	Compared with placebo , the participants on pantethine showed a significant decrease cholesterol at weeks ( P=0.040 ) and LDL - C at 8 and 16 weeks ( P=0.020 and P=0.006 , respectively ) , and decreasing trends in non-high-density @DRUG$ at week 8 and week 12 ( @DRUG$=0.102 and P=0.145 , respectively ) that reached significance by week 16 P=0.042 ) .	Compared with placebo, the participants on pantethine showed a significant decrease in total cholesterol at 16 weeks (P=0.040), LDL-C at 8 and 16 weeks (P=0.020 and P=0.006, respectively), and decreasing trends in non-high-density lip	1
1	In this review, we consider the evolution and development of @DRUG$ (TAF), a novel prodrug of tenofovir which offers high antiviral efficacy at doses over @DRUG$ times lower than that of tenofovir disoproxil fumarate (TDF).	indium this review , we consider the evolution and ontogeny of @DRUG$ ( TAF ) , a refreshing prodrug of tenofovir which offers gamy antiviral efficacy at doses over @DRUG$ times lower than that of tenofovir disoproxil fumarate ( TDF ) .	In this review , we consider ( evolution and development of @DRUG$ the TAF ) , a novel prodrug of tenofovir which offers of that efficacy at over doses @DRUG$ times lower than antiviral high tenofovir disoproxil fumarate ( TDF ) .	In this review , consider the evolution and development of @DRUG$ ( ) , a novel prodrug of which offers high antiviral efficacy doses over @DRUG$ times lower that tenofovir disoproxil fumarate ( TDF ) .	@DRUG$ is a prodrug of tenofovir that is more effective than tenofovir disoproxil fumarate (TDF) at lower doses.	1
0	We have compared the binding properties of several @DRUG$ and sila-hexocyclium derivatives to muscarinic M1 receptors (in rat brain, human neuroblastoma (@DRUG$-OK 1) cells and calf superior cervical ganglia), rat heart M2 receptors, rat pancreas M3 receptors and M4 receptors in rat striatum, with their functional antimuscarinic properties in rabbit vas deferens (M1/M4-like), guinea-pig atria (M2), and guinea-pig ileum (M3) muscarinic receptors.	We have compared the binding properties of respective @DRUG$ and sila-hexocyclium derivatives to muscarinic M1 receptors ( in denounce brain , human neuroblastoma ( @DRUG$ - OK 1 ) cadre and calf superior cervical ganglion ) , denounce heart m receptors , denounce pancreas m receptors and M4 receptors in denounce striate body , with their functional antimuscarinic properties in rabbit vas deferens ( M1 / M4 - like ) , guinea- pig atrium ( m ) , and guinea- pig ileum ( m ) muscarinic receptors .	We have compared the binding properties pancreas several @DRUG$ and sila-hexocyclium derivatives to properties M1 receptors ( in receptors brain , ) neuroblastoma ( @DRUG$ - OK 1 ) cells and calf superior cervical ganglia human , rat heart M2 of , rat atria M3 receptors and M4 receptors in rat striatum , with ) functional antimuscarinic muscarinic in rabbit vas deferens ( M1 / M4 - like their , guinea- pig rat ( M2 ) , and guinea- pig ileum ( M3 ) muscarinic receptors .	We have compared the binding properties of several @DRUG$ and derivatives to muscarinic M1 receptors ( rat brain , human neuroblastoma ( @DRUG$ - OK 1 ) cells and calf superior cervical ganglia ) , rat heart M2 receptors , pancreas receptors and M4 receptors rat striatum , their functional antimuscarinic properties in rabbit deferens ( M1 / M4 - like ) , pig atria ( M2 , and guinea- pig ileum ( M3 ) receptors .	We have compared the binding properties of several @DRUG$ and sila-hexocyclium derivatives to muscarinic M1 receptors ( in rat brain , human neuroblastoma ( @DRUG$ - OK 1 ) cells and calf superior cervical ganglia ) , rat heart M2 receptors , rat	0
0	Treatment at this dose decreased low-density lipoprotein (LDL) @DRUG$ levels by 50.9% and apolipoprotein B levels by 55.6% from baseline (@DRUG$<0.001 for both comparisons).	Treatment at this venuss curse decreased low density lipoprotein ( low density lipoprotein ) @DRUG$ levels by 50.9 % and apolipoprotein B levels by 55.6 % from baseline ( @DRUG$ < 0.001 for both comparisons ) .	Treatment apolipoprotein this dose decreased low-density lipoprotein ( LDL ) @DRUG$ levels by 50.9 % and at B levels by 55.6 % from baseline for @DRUG$ < comparisons ( both 0.001 ) .	Treatment at this dose decreased low-density lipoprotein ( LDL ) @DRUG$ levels by 50.9 % and apolipoprotein B levels by 55.6 % from baseline ( @DRUG$ < 0.001 for both comparisons ) .	When @DRUG$ is taken at this dose, it decreases LDL levels by 50.9% and apolipoprotein B levels by 55.6% from baseline.	1
0	Furthermore, @DRUG$ also significantly decreased the @DRUG$-231 tumor burden, with increased apoptosis in MDA-231 breast cancer cells in bone metastases.	Furthermore , @DRUG$ also importantly decreased the @DRUG$ - 231 tumor burden , with increased apoptosis in MDA - 231 breast cancer cells in ivory metastases .	Furthermore , @DRUG$ also significantly decreased the @DRUG$ - 231 tumor burden cells with increased apoptosis in 231 - MDA breast cancer , in bone metastases .	Furthermore , @DRUG$ also significantly decreased the @DRUG$ - 231 burden , with increased apoptosis in MDA - 231 breast cancer cells in bone metastases .	@DRUG$ significantly decreases the amount of @DRUG$ present in tumors, with increased apoptosis (cell death) in MDA-231 breast cancer cells in bone metastases.	0
1	Muscle relaxants include drugs that reduce muscle spasm (for example benzodiazepines such as @DRUG$ (Valium), alprazolam (Xanax), lorazepam (Ativan) and non-benzodiazepines such as metaxalone (Skelaxin) or a combination of paracetamol and orphenadrine (Muscol)) and drugs that prevent increased muscle tone (baclofen and @DRUG$).	brawn relaxants include drugs that reduce brawn cramp ( for deterrent example benzodiazepines such as @DRUG$ ( Valium ) , xanax ( Xanax ) , lorazepam ( Ativan ) and non-benzodiazepines such as metaxalone ( Skelaxin ) or a combination of paracetamol and orphenadrine ( Muscol ) ) and drugs that prevent increase brawn tone ( baclofen and @DRUG$ ) .	Muscle relaxants include such that reduce , and ( for example muscle drugs as @DRUG$ ( Valium ) , alprazolam ( Xanax ) benzodiazepines lorazepam ( Ativan ) and non-benzodiazepines such a metaxalone ( Skelaxin ) or as combination ) paracetamol and orphenadrine ( Muscol ) of spasm drugs that prevent increased muscle tone ( baclofen and @DRUG$ ) .	Muscle relaxants include drugs that reduce muscle spasm ( for example benzodiazepines such as @DRUG$ ( Valium ) , alprazolam ( Xanax ) , lorazepam ( Ativan and non-benzodiazepines such as metaxalone ( ) or a combination of paracetamol and orphenadrine ( Muscol ) ) drugs that prevent increased muscle tone ( baclofen and @DRUG$ )	Muscle relaxants can be classified into two types: drugs that reduce muscle spasm (such as benzodiazepines) and drugs that prevent increased muscle tone (such as baclofen).	1
1	However, these K(i) values are approximately 140-fold greater than the maximal @DRUG$ plasma concentrations following the clinically relevant 6-@DRUG$ oral dose given to healthy volunteers.	However , these potassium ( i ) values are approximately 140 - fold greater than the maximal @DRUG$ blood plasma concentrations following the clinically relevant 6 - @DRUG$ oral dose gift to healthy volunteers .	However , these K ( i ) values are approximately 140 - 6 to than the volunteers @DRUG$ plasma concentrations following the clinically relevant fold - @DRUG$ oral dose given greater healthy maximal .	However , these K ( i ) are approximately 140 fold greater than the maximal @DRUG$ plasma concentrations following the clinically relevant 6 - @DRUG$ oral dose to volunteers .	The maximal @DRUG$ plasma concentrations following the clinically relevant 6 - @DRUG$ oral dose given to healthy volunteers are approximately 140 - fold greater than the K ( i ) values for DRUGA.	0
0	Administration of 6 @DRUG$ spirapril o.@DRUG$. for 3 months did not have any effect on GFR or RPF.	government activity of 6 @DRUG$ spirapril o.@DRUG$ . for 3 months did not have any result on GFR or RPF .	Administration of 6 3 spirapril o.@DRUG$ . for not months did @DRUG$ have any effect on GFR or RPF .	of 6 @DRUG$ spirapril o.@DRUG$ for 3 months did not any effect on GFR or	Administration of 6 @DRUG$ spirapril o.@DRUG$ . for 3 months did not have any effect on GFR or RPF .	0
1	Drugs such as @DRUG$, which block histamine H3 autoreceptors, constitute a newly identified class of stimulants because they increase brain @DRUG$ and enhance wakefulness in animal and human adult narcolepsy.	Drugs such as @DRUG$ , which draw a blank histamine H3 autoreceptors , constitute a newly identified class of stimulants because they increase brain @DRUG$ and heighten wakefulness in animal and man adult narcolepsy .	Drugs such as @DRUG$ , which brain histamine H3 identified and constitute a newly autoreceptors class of stimulants because they increase block @DRUG$ and enhance wakefulness in animal , human adult narcolepsy .	Drugs such as @DRUG$ , which block histamine H3 , constitute a identified class of stimulants because they increase brain @DRUG$ and enhance wakefulness in animal and human adult narcolepsy .	Drugs such as @DRUG$ block histamine H3 autoreceptors, which in turn increases brain @DRUG$ and enhances wakefulness in animal and human adult narcolepsy.	0
0	One trial (n = 148) reported no significant difference in adverse effects for people receiving @DRUG$ @DRUG$ compared with those allocated haloperidol at one, three and six days (RR 0.74, 95% CI 0.43 to 1.27).	One trial ( n = 148 ) reported no important difference in adverse effects for hoi polloi receiving @DRUG$ @DRUG$ compared with those allocated haloperidol at i , three and six day ( RR 0.74 , 95 % CI 0.43 to 1.27 ) .	for trial ( n = 148 ) days no significant difference in adverse effects One people receiving @DRUG$ @DRUG$ compared with those allocated 95 at one , three and six reported ( RR 0.74 , haloperidol 1.27 CI 0.43 to % ) .	One trial ( n = 148 ) reported no significant difference in adverse effects for people receiving @DRUG$ @DRUG$ compared with those allocated haloperidol at one , and six days ( RR 0.74 , 95 % CI 0.43 to ) .	There was no significant difference in adverse effects for people receiving @DRUG$ @DRUG$ compared with those allocated haloperidol at one, three and six days.	0
0	METHODS: One hundred and sixty-five consecutive outpatients with peptic ulcer and H pylori infection were randomly assigned to one of the following three groups and medicated for 7 d. Group A: triple therapy with @DRUG$ (10 @DRUG$ twice daily), clarithromycin (200 mg twice daily) and amoxicillin (750 mg twice daily).	METHODS : One hundred and sixty - five consecutive outpatients with peptic ulcer and H pylori contagion were haphazardly impute to one of the following three groups and medicated for 7 d. chemical group A : triple therapy with @DRUG$ ( 10 @DRUG$ twice daily ) , clarithromycin ( 200 atomic number  twice daily ) and polymox ( 750 atomic number  twice daily ) .	one : One amoxicillin and sixty - five consecutive outpatients with peptic ulcer and H pylori infection were Group assigned to METHODS of the following ) groups and medicated for 7 d. randomly A : triple therapy with @DRUG$ ( 10 @DRUG$ twice daily ) , and ( 200 mg three daily ) clarithromycin hundred ( 750 mg twice daily twice .	METHODS One hundred and - five consecutive outpatients with peptic ulcer and H pylori infection to one of the following three and for 7 d. Group A : triple therapy with @DRUG$ ( 10 @DRUG$ twice daily ) , clarithromycin ( 200 mg daily ) and amoxicillin ( 750 mg daily ) .	Group A : triple therapy with @DRUG$ ( 10 @DRUG$ twice daily ) , clarithromycin ( 200 mg twice daily ) and amoxicillin ( 750 mg twice daily ) .	0
0	Single equimolar doses (0.5 mumol/kg body wt) of @DRUG$ and/or @DRUG$ in true solution in oil were given to eight adult subjects and 13 blood samples were taken during the subsequent 840 h. Whereas the mean serum concentration of lutein showed a single maximum at 16 h, that of beta-carotene peaked at 6 h and then again at 32 h. Subsequently, lutein and beta-carotene were cleared at approximately the same rate from the serum.	Single equimolar doses ( 0.5 mumol / kg trunk wt ) of @DRUG$ and / or @DRUG$ in true solution in oil were given to eight adult subjects and long dozen blood samples were taken during the subsequent 840 h . Whereas the mean value blood serum concentration of lutein demonstrate a single maximum at sixteen h , that of beta-carotene peaked at hexad h and then again at 32 h. after , lutein and beta-carotene were cleared at approximately the same rate from the blood serum .	32 equimolar doses ( 0.5 6 / kg subjects wt ) in @DRUG$ and / or @DRUG$ of true solution in Single were given to eight adult body and 13 blood samples were taken during the subsequent 840 h . Whereas the mean serum concentration of lutein showed a single rate at 16 h , that of oil peaked at Subsequently h and then again at beta-carotene h. mumol , lutein and beta-carotene were cleared at approximately the same maximum from the serum .	Single equimolar doses ( 0.5 mumol kg body wt ) of @DRUG$ and / or @DRUG$ in true solution oil were given to eight subjects and blood samples taken during the 840 h . the serum concentration of lutein showed a single maximum 16 h , that of beta-carotene peaked 6 h and then at Subsequently , lutein and beta-carotene were cleared at approximately same rate from the serum .	Single equimolar doses ( 0.5 mumol / kg body wt ) of @DRUG$ and / or @DRUG$ in true solution in oil were given to eight adult subjects and 13 blood samples were taken during the subsequent 840 h . Whereas the mean serum concentration of lutein showed	0
0	There was a moderate negative correlation between C(max) and age (Spearman correlation @DRUG$ = -0.42; @DRUG$ = 0.04).	There was a centrist electronegative correlation between C( max ) and age ( Spearman correlation @DRUG$ = - 0.42 ; @DRUG$ = 0.04 ) .	There was a C( negative correlation between moderate max ) and age ( Spearman correlation @DRUG$ 0.42 - = ; @DRUG$ = 0.04 ) .	There was a moderate negative correlation between C( max and age Spearman correlation @DRUG$ = - 0.42 ; @DRUG$ = 0.04 ) .	The older a person is, the lower their C( max ) for @DRUG$ will be, and the lower their C( max ) for @DRUG$ will be.	0
0	AREAS COVERED: This paper discusses the pharmacology of @DRUG$ @DRUG$ well as the definition and nosologic boundaries of Lennox-Gastaut Syndrome.	AREAS plow : This paper discusses the pharmacology of @DRUG$ @DRUG$ fountainhead as the definition and nosologic boundaries of Lennox - Gastaut Syndrome .	AREAS COVERED : well paper discusses the pharmacology of @DRUG$ @DRUG$ This as the and definition nosologic boundaries of Lennox - Gastaut Syndrome .	AREAS COVERED : This paper discusses the pharmacology of @DRUG$ @DRUG$ well as the definition and nosologic boundaries of Lennox - Gastaut Syndrome .	@DRUG$ is a drug that is used to treat @DRUG$, which is a type of epilepsy.	0
0	For diagnosing AGHD, the international consensus guidelines have suggested that an insulin tolerance test (ITT) is the @DRUG$ standard, but in Japan, the @DRUG$ releasing peptide-2 (GHRP-2) test is available and is recommended as a convenient and safe GH stimulating test.	For name AGHD , the outside consensus guidelines have suggested that an insulin leeway test ( ITT ) is the @DRUG$ standard , but in Japan , the @DRUG$ releasing peptide - 2 ( GHRP - 2 ) test is available and is recommended as a convenient and rubber GH stimulate test .	For diagnosing AGHD , have ) in guidelines the suggested that an insulin tolerance test ( ITT international 2 the @DRUG$ standard and but consensus Japan , the @DRUG$ releasing peptide - 2 ( GHRP - is ) test is available and is recommended as a convenient , safe GH stimulating test .	For diagnosing , the international guidelines have suggested that an insulin tolerance test ( ITT ) is the @DRUG$ standard , but in , the @DRUG$ releasing peptide - 2 ( GHRP - ) test is available and recommended as a convenient and GH stimulating test .	The international consensus guidelines have suggested that an insulin tolerance test ( ITT ) is the @DRUG$ standard for diagnosing AGHD, but in Japan, the @DRUG$ releasing peptide - 2 ( GHRP - 2 ) test is available and is recommended as a convenient and safe GH stimulating	0
0	@DRUG$ is an @DRUG$ analog which has recently gained attention due to its potential as a stimulant of abuse and the ease with which it is synthesized.	@DRUG$ is an @DRUG$ analog which has latterly gained attention due to its potential as a stimulant of insult and the ease with which it is synthesized .	@DRUG$ is to @DRUG$ analog of has recently gained attention due an its potential as a stimulant which abuse and the ease with which it is synthesized .	@DRUG$ is an @DRUG$ analog which has recently gained attention due its potential as a stimulant abuse and the ease with which it is synthesized .	@DRUG$ is similar to @DRUG$, but is newer and has been gaining attention because it is a potential stimulant of abuse and is easy to synthesize.	0
1	Pizotifen is the most widely used 5-HT2 receptor antagonist in migraine prophylaxis, because of its superior efficacy compared with @DRUG$, and because the incidence and severity of adverse effects with pizotifen is lower compared with @DRUG$ and mianserin.	Pizotifen is the most widely used cinque - HT2 receptor antagonist in migraine prophylaxis , because of its superior efficacy compared with @DRUG$ , and because the relative incidence and rigorousness of adverse effects with pizotifen is modest compared with @DRUG$ and mianserin .	Pizotifen is , most receptor used 5 - HT2 widely antagonist in and prophylaxis the because of its superior efficacy compared with @DRUG$ , effects because the incidence and severity of adverse migraine with pizotifen is lower compared with @DRUG$ and mianserin .	Pizotifen is the most widely used - HT2 receptor antagonist in migraine prophylaxis , of its superior efficacy compared with @DRUG$ and because the incidence and severity of adverse effects with pizotifen is lower compared with @DRUG$ .	Pizotifen is more effective than @DRUG$ at preventing migraines, and has fewer adverse effects than @DRUG$ and mianserin.	0
0	Two 6-month regimens of @DRUG$ and rifampicin supplemented for the first 2 months by streptomycin and pyrazinamide (SHRZ6 regimen), or by ethambutol and @DRUG$ (EHRZ6 regimen), were compared with a 9-month regimen of isoniazid and rifampicin supplemented for the first 2 months by ethambutol (EHR9 regimen).	Two 6 - calendar month regimens of @DRUG$ and rifampicin supplemented for the first 2 calendar month by streptomycin and pyrazinamide ( SHRZ6 regimen ) , or by ethambutol and @DRUG$ ( EHRZ6 regimen ) , were equate with a nina from carolina - calendar month regimen of inh and rifampicin supplemented for the first 2 calendar month by ethambutol ( EHR9 regimen ) .	Two 6 - month regimens of @DRUG$ and rifampicin supplemented with the first 2 months by streptomycin and pyrazinamide ( the regimen ) , or by ethambutol and @DRUG$ ( EHRZ6 regimen ) months were and for a 9 - month regimen of isoniazid compared rifampicin supplemented for SHRZ6 first 2 , ethambutol by ( EHR9 regimen ) .	Two 6 - month regimens of @DRUG$ and rifampicin for the first 2 months by pyrazinamide ( SHRZ6 regimen ) or by ethambutol and @DRUG$ ( EHRZ6 regimen ) , were compared with a 9 month regimen of isoniazid and rifampicin supplemented for the first 2 months by ethambutol ( EHR9 regimen ) .	Two 6 - month regimens of @DRUG$ and rifampicin supplemented for the first 2 months by streptomycin and pyrazinamide ( SHRZ6 regimen ) , or by ethambutol and @DRUG$ ( EHRZ6 regimen ) , were compared	0
0	Determination of @DRUG$ and @DRUG$ in human plasma by electrospray HPLC/MS/MS.	Determination of @DRUG$ and @DRUG$ in human plasm by electrospray HPLC / MS / MS .	Determination / @DRUG$ and @DRUG$ in human plasma by electrospray HPLC of MS / MS .	Determination of @DRUG$ and @DRUG$ in human plasma by electrospray HPLC / MS / MS	The determination of @DRUG$ and @DRUG$ in human plasma by electrospray HPLC / MS / MS.	0
0	Recent advances in the use of @DRUG$ 0.1%/@DRUG$ 2.5% to treat patients with moderate to severe acne.	Recent advances in the purpose of @DRUG$ 0.1% / @DRUG$ 2.5 % to plow patients with moderate to severe acne .	Recent advances moderate the use of @DRUG$ 0.1% % @DRUG$ 2.5 / to treat patients with in to severe acne .	Recent advances in the @DRUG$ 0.1% / @DRUG$ 2.5 % to treat patients with moderate to severe acne .	@DRUG$ is a recent advance that is used to treat patients with moderate to severe acne. @DRUG$ is a medication that has been used for a long time to treat acne.	0
1	Renal elimination of conjugates of hydrazine cleavage metabolites (mostly @DRUG$ M3 and M4) accounted for 31% of the radiodose, with no unchanged @DRUG$ detected in urine.	nephritic elimination of conjugates of hydrazine cleavage metabolites ( mostly @DRUG$ M3 and M4 ) accounted for 31 % of the radiodose , with no unchanged @DRUG$ find in water .	Renal elimination of conjugates of hydrazine cleavage metabolites ( mostly @DRUG$ M3 unchanged M4 ) accounted for 31 % of the radiodose detected with and no @DRUG$ , in urine .	Renal elimination of conjugates of hydrazine cleavage metabolites @DRUG$ M3 and accounted for 31 the radiodose , with no unchanged @DRUG$ detected in urine .	Hydrazine cleavage metabolites (mostly @DRUG$ M3 and M4) account for 31% of the radiodose, with no unchanged @DRUG$ detected in urine.	0
0	The fluctuation between maximal and minimal drug levels within the dosage interval was found to be more pronounced than with a t.i.d. dosage regimen, but still limited (mean ratio = 1.54; range = 1.0--2.16), and the minimum levels (mean = 102 ng/ml; range 46--250 @DRUG$/ml) were well compatible with published t.i.@DRUG$. data.	The variation between maximal and minimal drug take down within the dosage interval was feel to be more label than with a t.i.d. dosage regimen , but notwithstanding limited ( mean ratio = 1.54 ; range = 1.0--2.16 ) , and the minimum take down ( mean = 102 nanogram / ml ; range 46--250 @DRUG$ / ml ) were well compatible with published t.i.@DRUG$ . data .	t.i.@DRUG$ fluctuation between maximal and minimal / levels within published dosage interval was found levels be more pronounced than with a t.i.d. dosage regimen , but still limited ( mean ratio = 1.54 ; range = 1.0--2.16 ) , ml the mean to ( minimum = 102 ng drug and ; range 46--250 @DRUG$ / ml ) were well compatible with the The . data .	The fluctuation between maximal and minimal drug levels within the dosage interval was to be more pronounced than with a t.i.d. regimen , but still limited ( mean = 1.54 ; = 1.0--2.16 ) , and the minimum levels ( mean = 102 ng / ml ; / ml ) were well compatible published t.i.@DRUG$ . data .	The fluctuation between maximal and minimal drug levels within the dosage interval was found to be more pronounced than with a t.i.d. dosage regimen , but still limited ( mean ratio = 1.54 ; range = 1.0--2.16 ) , and the minimum levels ( mean =	1
0	One of the most interesting yet controversial dietary approaches has been the possible prophylactic role of dietary gamma-@DRUG$ (@DRUG$) in treating various chronic disease states.	One of the most worry so far controversial dietary approaches has been the possible prophylactic role of dietary gamma- @DRUG$ ( @DRUG$ ) in treating various chronic disease states .	One of the most has yet controversial dietary approaches interesting been the possible prophylactic role of chronic gamma- @DRUG$ ( @DRUG$ ) in treating various dietary disease states .	One of the most interesting yet controversial dietary approaches has been the possible prophylactic role of dietary gamma- @DRUG$ ( @DRUG$ ) in treating various disease states .	There is some evidence that suggests that dietary gamma- @DRUG$ may help to prevent some chronic diseases, but the evidence is controversial.	1
0	In patients with acute GORD with oesophagitis, omeprazole is at least @DRUG$ effective as lansoprazole or pantoprazole in promoting healing, and superior to ranitidine, @DRUG$ or cisapride in oesophagitis healing and symptom relief.	inch patients with acute GORD with oesophagitis , omeprazole is at least @DRUG$ effective as prevacid or pantoprazole in promoting healing , and superior to ranitidine , @DRUG$ or cisapride in oesophagitis healing and symptom rest .	In with with acute GORD patients oesophagitis , is omeprazole at least @DRUG$ effective as lansoprazole or pantoprazole , promoting healing , and superior to ranitidine in @DRUG$ or cisapride in oesophagitis healing and symptom relief .	In patients with acute GORD , is least @DRUG$ effective as lansoprazole or pantoprazole in promoting healing , and superior to ranitidine , @DRUG$ or cisapride in oesophagitis healing and symptom relief .	In patients with acute GORD with oesophagitis, omeprazole is more effective than lansoprazole or pantoprazole in promoting healing, and superior to ranitidine, cisapride, or any other drug in oesophagitis healing and symptom relief	1
0	The addition of @DRUG$ has no additional effect when @DRUG$ is used at normal-to-high clinical doses in healthy cats.	The addition of @DRUG$ has no additional effect when @DRUG$ is used at normal - to - high clinical department of state in levelheaded cats .	The addition of @DRUG$ has no is - when @DRUG$ additional used at normal - to effect high clinical doses in healthy cats .	The addition of @DRUG$ has no additional effect when @DRUG$ is used at normal - to high clinical doses in healthy cats .	Adding @DRUG$ to @DRUG$ does not have any additional effect when DRUGB is used at normal to high clinical doses in healthy cats.	0
0	They received no supplements for the first 8 @DRUG$ and then received either 7.5 g/d @DRUG$ oil (3 g DHA/d) or olive oil (placebo) for the last 90 d. Blood samples were collected from fasting men on study days -7, 0, 45, 84, and 91.	They received no supplements for the beginning viii @DRUG$ and then received either 7.5 g/d @DRUG$ oil ( deuce ace g DHA / d ) or olive oil ( placebo ) for the last 90 d. Blood samples were collected from fasting men on study days - 7 , 0 , 45 , lxxxiv , and xci .	They received no supplements for ( first 3 @DRUG$ and the received either 7.5 g/d @DRUG$ oil then 8 g DHA / d ) or , oil ( placebo ) for the last 90 45 Blood samples were collected from fasting men on study days - 7 , 0 , d. olive 84 , and 91 .	They received no supplements for the first 8 @DRUG$ and then received either 7.5 g/d @DRUG$ oil ( 3 DHA / d or olive oil ( ) for last 90 d. Blood were collected from fasting men on study days - 7 , 0 , 84 , and 91 .	They received no supplements for the first 8 days, then received either 7.5 g/d @DRUG$ oil ( 3 g DHA / d ) or olive oil ( placebo ) for the last 90 days. Blood samples were collected from fasting men on study days - 7, 0, 45,	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, @DRUG$, ethanol, propylene glycol, glycerin, @DRUG$, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially available oral and injectable solution formulations give away that the solubilizing excipients let in water - soluble constitutional solvents ( polyethylene glycol 300 , @DRUG$ , fermentation alcohol , propylene glycol , glycerin , @DRUG$ , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactant ( Cremophor elevated railroad , Cremophor hypothalamic releasing hormone 40 , Cremophor hypothalamic releasing hormone  , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS xv , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acidulous ester of nog 300 , 400 , or 1750 ) , water - insoluble lipids ( beaver oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint gum oil , safflower oil , benny oil , soybean oil , hydrogenate veg oils , hydrogenate soybean oil , and medium- string triglycerides of cocoa palm oil and palm germ oil ) , constitutional liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acidulous , medium- string mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenate soya phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available glycol and injectable solution formulations reveals that - solubilizing excipients include water the soluble organic solvents ( polyethylene oral 300 and @DRUG$ , ethanol , propylene glycol , glycerin , @DRUG$ , dimethylacetamide , oil dimethylsulfoxide L-alpha-dimyristoylphosphatidylglycerol , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH alpha-cyclodextrin , glycol polyethylene d-alpha-tocopherol 1000 succinate , , 20 sesame polysorbate 80 , Solutol HS 15 and beta-cyclodextrin monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , or , Gellucire ) , and 767 polysorbate , mono- and di-fatty acid esters of PEG 300 , and , Labrasol 1750 acid , water - insoluble lipids ( oil oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower castor , , oil , soybean hydrogenated , hydrogenated vegetable oils , hydrogenated , oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids , beeswax , d-alpha-tocopherol , oleic ) , medium- chain mono- , diglycerides ) , various cyclodextrins ( 60 ( beta-cyclodextrin , hydroxypropyl- sorbitan , and sulfobutylether - beta-cyclodextrin ) , Softigen phospholipids ( 400 soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine soybean 44/14 ) .	review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents polyethylene glycol 300 , @DRUG$ , ethanol , glycol , glycerin , @DRUG$ , dimethylacetamide , and dimethylsulfoxide ) non-ionic surfactants ( Cremophor EL , Cremophor 40 , RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , 80 , HS 15 , sorbitan , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and and acid esters of PEG 300 , 400 , or 1750 ) , insoluble lipids ( oil , corn , cottonseed oil olive , oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable , hydrogenated soybean oil , medium- chain triglycerides of coconut and palm seed oil ) organic liquids / semi-solids ( , d-alpha-tocopherol , oleic acid , chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , beta-cyclodextrin , and sulfobutylether beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , , ) .	@DRUG$ is a water-soluble organic solvent that is used to dissolve @DRUG$, which is an insoluble lipid. DRUGA and DRUGB are both cyclodextrins.	0
0	CEM-101 was the most potent antimicrobial agent tested against @DRUG$. pneumophila, with all MIC values at < or = 0.015 mg/L (telithromycin MIC90=0.03 @DRUG$/L).	CEM -  was the most potent germicide agent tested against @DRUG$ . pneumophila , with all MIC values at < or = 0.015 mg / cubic decimetre ( telithromycin MIC90=0.03 @DRUG$ /L ) .	CEM - 101 was the most tested antimicrobial agent potent against /L . pneumophila , with all MIC values at < or = 0.015 mg @DRUG$ L ( telithromycin MIC90=0.03 / @DRUG$ ) .	CEM - 101 the potent antimicrobial agent tested against @DRUG$ . pneumophila , with all MIC values at < or = 0.015 mg / L ( telithromycin MIC90=0.03 @DRUG$ /L )	CEM - 101 was the most potent antimicrobial agent tested against @DRUG$ . pneumophila , with all MIC values at < or = 0.015 mg / L ( telithromycin MIC90=0.03 @DRUG$ /L ) ."DRUGA is more	0
0	@DRUG$ 30 mg/day, omeprazole 20 mg/day and pantoprazole 40 @DRUG$/day all provided similar symptom relief in these patients.	@DRUG$ 30 mg / day , omeprazole xx mg / day and pantoprazole 40 @DRUG$ / day all provided interchangeable symptom relief in these patients .	@DRUG$ 30 mg / day 20 omeprazole , mg / day relief pantoprazole 40 @DRUG$ / day all provided similar symptom and in these patients .	@DRUG$ 30 mg day omeprazole 20 mg / day and pantoprazole 40 @DRUG$ / day all provided similar symptom relief in these patients .	All three drugs provided similar symptom relief in these patients.	1
0	There were no significant differences in number of episodes of feeding intolerance or in time to first stool or void between @DRUG$-exposed and control infants (all @DRUG$ > or = 0.31).	There were no significant differences in number of episode of feeding intolerance or in time to for the first time stool or void between @DRUG$ - exposed and hold infants ( all @DRUG$ > or = 0.31 ) .	There were no time differences in number or episodes of - intolerance or in significant to first stool or void between @DRUG$ feeding exposed and control infants ( all @DRUG$ > of = 0.31 ) .	There were no significant differences in number of episodes of feeding intolerance or in time to first stool or void between @DRUG$ - exposed and control infants all @DRUG$ > or = 0.31 ) .	There were no significant differences in number of episodes of feeding intolerance or in time to first stool or void between @DRUG$ - exposed and control infants ( all @DRUG$ > or = 0.31 ) ."There was no significant difference in the number of episodes of feeding intolerance, the time	0
0	In this study, we have investigated whether chlorzoxazone metabolism in fasted rats was changed by determining the pharmacokinetics of @DRUG$ and its metabolite, 6-hydroxychlorzoxazone (6-OHCZ), @DRUG$ a CYP2E1 probe, and by measuring liver CYP2E1 using immunoblot techniques.	In this study , we have investigated whether chlorzoxazone metabolic process in fast so and so was convert by determining the pharmacokinetics of @DRUG$ and its metabolite , 6 - hydroxychlorzoxazone ( 6 - OHCZ ) , @DRUG$ a CYP2E1 probe , and by measuring liver CYP2E1 using immunoblot techniques .	In this study , measuring have investigated whether chlorzoxazone CYP2E1 in , rats was changed by determining the pharmacokinetics metabolism @DRUG$ and its metabolite , 6 - hydroxychlorzoxazone ( 6 - OHCZ ) fasted @DRUG$ a of probe , and by we liver CYP2E1 using immunoblot techniques .	In this study , we have investigated chlorzoxazone metabolism in by determining the pharmacokinetics of @DRUG$ and its metabolite 6 hydroxychlorzoxazone ( 6 - OHCZ ) , @DRUG$ , and by measuring liver CYP2E1 using immunoblot techniques .	We found that the metabolism of chlorzoxazone was changed by the presence of @DRUG$, resulting in a decrease in the formation of 6-OHCZ.	1
0	No significant differences in caloric intake between the low-fat diet and the low-fat diet + 2% @DRUG$/w @DRUG$.	No significant differences in caloric intake between the low-fat diet and the low-fat diet + two % @DRUG$ / double u @DRUG$ .	significant No differences in intake caloric between the low-fat diet and the low-fat diet + 2 % @DRUG$ / w @DRUG$ .	No significant differences caloric intake between the low-fat diet and the low-fat diet + 2 % @DRUG$ / w @DRUG$ .	There is no significant difference in caloric intake between the low-fat diet and the low-fat diet + 2% @DRUG$ / w @DRUG$ .	0
1	This method allowed the detection of therapeutic concentrations of @DRUG$, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and @DRUG$ in urine samples.	This method acting tolerate the detection of therapeutic concentrations of @DRUG$ , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , lodine , fenbufen , fenoprofen , flufenamic acid , ansaid , ibuprofen , indometacin , kebuzone , oruvail , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naproxen , niflumic acid , butazolidin , suxibuzone , tiaprofenic acid , tolfenamic acid , and @DRUG$ in urine samples .	, method allowed the detection of therapeutic concentrations of @DRUG$ , This ( meclofenamic ) diclofenac acetylsalicylic acid , , , diflunisal , etodolac , fenbufen , phenylbutazone , acid acid acetaminophen flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , paracetamol acid , mefenamic flufenamic , mofebutazone , naproxen , niflumic acid , fenoprofen , suxibuzone , tiaprofenic acid , tolfenamic acid , and @DRUG$ in urine samples .	method allowed the detection of therapeutic concentrations of @DRUG$ , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid mofebutazone , naproxen , niflumic acid , , suxibuzone , tiaprofenic acid , acid , and @DRUG$ in urine samples .	The method allowed the detection of therapeutic concentrations of @DRUG$ and @DRUG$ in urine samples.	0
0	According to a latin square design 9 subjects received in random order single doses of either 20 mg i.v. over 1 h or 20 or 40 @DRUG$ @DRUG$.o. On each of the three occasions, torasemide and its metabolites were analysed in plasma and urine up to 24 h. From the results of urinary excretion and plasma AUC, the availability of torasemide from the tablet was 80% to 90%, i.e. nearly complete.	According to a latin substantial design 9 submit received in random order one doses of either 20 mg i.v. over 1 h or 20 or 40 @DRUG$ @DRUG$ .o. On each of the three occasions , torasemide and its metabolites were psychoanalyse in blood plasma and urine up to 24 h . From the consequence of urinary excretion and blood plasma AUC , the availability of torasemide from the lozenge was 80 % to 90 % , i.e. nearly complete .	According to a latin square design were subjects received in random to From doses of either 20 urinary i.v. over 1 h or 20 or 40 @DRUG$ @DRUG$ .o. On each of the three occasions , torasemide to its metabolites 9 analysed in plasma and urine up and i.e. h . single the results of mg excretion and plasma AUC , the availability of torasemide from the tablet was 80 % complete 90 % , 24 nearly order .	According to a latin square design 9 received in random order single doses of either 20 mg i.v. over 1 h or 20 or 40 @DRUG$ @DRUG$ On each of the three occasions , torasemide and its metabolites were analysed in and up to h From the results of excretion and , the availability of torasemide from the tablet was 80 % to 90 , i.e. nearly complete .	Subjects received either 20 mg of torasemide (@DRUG$) or 20 or 40 mg of a related drug (@DRUG$) in random order. On each of the three occasions, torasemide and its metabolites were analysed in plasma and urine up to 24 hours. From	0
0	After two hours, @DRUG$-@DRUG$ showed significant reduction compared with racemic epinephrine (one RCT, SMD 0.87; 95% CI 0.09 to 1.65).	After two hours , @DRUG$ - @DRUG$ showed significant decrease compared with racemic adrenaline ( one RCT , SMD 0.87 ; 95 % CI 0.09 to 1.65 ) .	After two hours , @DRUG$ - @DRUG$ showed significant reduction compared with racemic epinephrine 0.87 one RCT , SMD ( ; 95 % 0.09 CI to 1.65 ) .	After two hours , @DRUG$ - @DRUG$ showed significant reduction compared with racemic epinephrine ( one RCT , SMD 0.87 ; 95 % CI 0.09 to ) .	After two hours, @DRUG$ showed a significant reduction compared with racemic epinephrine (one RCT, SMD 0.87; 95% CI 0.09 to 1.65).	1
0	The Rf-values as well as the partition coefficients for chloroform and @DRUG$ and ethyl @DRUG$ to ten per cent H2SO4 and for n-hexane and acetonitrile are given for butonate and the metabolites together with the amounts of metabolite, following in vivo metabolic degradation.	The Rf-values as well as the sectionalization coefficients for chloroform and @DRUG$ and ethyl radical @DRUG$ to ten per centime H2SO4 and for n-hexane and acetonitrile are given for butonate and the metabolites together with the amounts of metabolite , accompany in vivo metabolic degradation .	The following as well n-hexane the partition coefficients for chloroform and @DRUG$ and ethyl @DRUG$ to ten per cent H2SO4 and for as metabolite acetonitrile are given for butonate and the metabolites together with the amounts , and of Rf-values in vivo metabolic degradation .	The Rf-values as as the partition coefficients for chloroform and @DRUG$ and ethyl @DRUG$ to ten per cent H2SO4 and n-hexane and acetonitrile are given for butonate and the metabolites together with the of metabolite , following in vivo metabolic degradation .	The Rf-values as well as the partition coefficients for chloroform and @DRUG$ and ethyl @DRUG$ to ten per cent H2SO4 and for n-hexane and acetonitrile are given for butonate and the metabolites together with the amounts of metabolite	0
0	Reactive oxygen species and mitochondrial @DRUG$-regulated potassium channels mediate @DRUG$-induced preconditioning against myocardial infarction in vivo.	Reactive atomic number  species and mitochondrial @DRUG$ - regulated potassium channels mediate @DRUG$ - induced preconditioning against myocardial infarct in vivo .	Reactive infarction species and mitochondrial @DRUG$ - regulated potassium channels mediate @DRUG$ - induced preconditioning against vivo oxygen in myocardial .	Reactive oxygen species and mitochondrial @DRUG$ - regulated potassium channels mediate @DRUG$ - induced preconditioning against myocardial in vivo .	Reactive oxygen species and mitochondrial @DRUG$ regulate potassium channels which in turn mediate @DRUG$ induced preconditioning against myocardial infarction in vivo .	0
0	In addition, our data show that 3 product candidates (leronlimab, brolucizumab, polatuzumab vedotin) may enter regulatory review by the end of 2018, and at least 12 (eptinezumab, teprotumumab, @DRUG$, satralizumab, tanezumab, isatuximab, spartalizumab, MOR208, oportuzumab monatox, TSR-042, @DRUG$, ublituximab) may enter regulatory review in 2019.	In improver , our datum display that 3 product candidates ( leronlimab , brolucizumab , polatuzumab vedotin ) may infix regulatory brush up by the remainder of 2018 , and at least 12 ( eptinezumab , teprotumumab , @DRUG$ , satralizumab , tanezumab , isatuximab , spartalizumab , MOR208 , oportuzumab monatox , TSR - 042 , @DRUG$ , ublituximab ) may infix regulatory brush up in 2019 .	In , , our 2018 show that 3 product candidates ( leronlimab , brolucizumab , data vedotin ) may enter regulatory review by the ublituximab of polatuzumab ( and at least , , eptinezumab , teprotumumab , @DRUG$ , satralizumab 12 tanezumab , isatuximab , spartalizumab , MOR208 , oportuzumab monatox , TSR - 042 addition @DRUG$ , end ) may enter regulatory review in 2019 .	addition our show that 3 product candidates ( , brolucizumab , polatuzumab vedotin ) may regulatory the end of 2018 , and at least 12 ( eptinezumab , teprotumumab , @DRUG$ , satralizumab , , isatuximab , spartalizumab , , oportuzumab monatox , TSR - @DRUG$ , ) may enter regulatory review in 2019 .	At least 12 product candidates ( eptinezumab , teprotumumab , @DRUG$ , satralizumab , tanezumab , isatuximab , spartalizumab , MOR208 , oportuzumab monatox ,	1
0	CONCLUSIONS AND CLINICAL RELEVANCE: Single IV and orally administered doses of @DRUG$ were well tolerated by blue and @DRUG$ macaws.	CONCLUSIONS AND clinical relevance : Single IV and orally administered doses of @DRUG$ were well tolerated by blue and @DRUG$ macaws .	CONCLUSIONS AND CLINICAL RELEVANCE were Single by and orally administered doses of @DRUG$ : well tolerated IV blue and @DRUG$ macaws .	AND CLINICAL RELEVANCE : Single IV and orally administered doses of @DRUG$ were well tolerated by blue and @DRUG$ macaws .	The two drugs were found to be safe when given to macaws, with no adverse effects observed.	1
0	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and/or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (fenfluramine, dexfenfluramine, phentermine and sibutramine), tricyclic derivatives (@DRUG$), @DRUG$ derivatives (ephedrin, phenylpropanolamine), phenylpropanolamine oxytrifluorphenyl derivative (fluoxetine), a naftilamine derivative (sertraline) and a lipstatine derivative (orlistat).	The source present an blanket review on the criteria for anti-obesity management efficaciousness , on physiological mechanics that regulate cardinal and / or peripheral energy homeostasis ( nutrients , monoamine , and peptides ) , on beta- phenethylamine pharmacologic derived function agents ( fenfluramine , dexfenfluramine , phentermine and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , @DRUG$ derivatives ( ephedrin , phenylpropanolamine ) , phenylpropanolamine oxytrifluorphenyl derived function ( fluoxetine ) , a naftilamine derived function ( sertraline ) and a lipstatine derived function ( orlistat ) .	pharmacological authors dexfenfluramine an extensive review on the criteria for anti-obesity management efficacy , on physiological ) that regulate central , ( , peripheral energy homeostasis ( nutrients , monoamines , and and ) , on beta- phenethylamine , derivative agents / fenfluramine , present , phentermine peptides sibutramine mechanisms or tricyclic derivatives ( @DRUG$ ) , @DRUG$ derivatives ( ephedrin , phenylpropanolamine ) and phenylpropanolamine oxytrifluorphenyl derivative ( fluoxetine ) The a naftilamine derivative ( sertraline ) and a lipstatine derivative ( orlistat ) .	authors present an extensive review on the criteria anti-obesity management efficacy , on physiological that regulate central and / or peripheral energy homeostasis ( nutrients , , and peptides ) , on phenethylamine derivative agents ( fenfluramine , dexfenfluramine , phentermine and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , @DRUG$ derivatives ( ephedrin phenylpropanolamine ) , oxytrifluorphenyl derivative ( ) , a naftilamine derivative ( sertraline ) and a lipstatine derivative ( orlistat ) .	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and / or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (fenfluramine, de	1
0	RESULTS: Among the apixaban-treated participants, anti-factor Xa activity was reduced by 94% among those who received an andexanet bolus (24 participants), as compared with 21% among those who received placebo (9 participants) (P<0.001), and unbound apixaban concentration was reduced by 9.3 @DRUG$ per milliliter versus 1.9 ng per milliliter (@DRUG$<0.001); thrombin generation was fully restored in 100% versus 11% of the participants (P<0.001) within 2 to 5 minutes.	RESULTS : Among the apixaban-treated participant , anti-factor Xa natural process was cut down by 94 % among those who received an andexanet bolus ( two dozen participant ) , as equate with 21 % among those who received placebo (  participant ) ( P< 0.001 ) , and unbound apixaban engrossment was cut down by 9.3 @DRUG$ per milliliter versus 1.9 ng per milliliter ( @DRUG$ < 0.001 ) ; thrombin generation was fully restored in 100 % versus  % of the participant ( P<0.001 ) inside 2 to 5 minutes .	RESULTS : Among ) apixaban-treated participants , anti-factor Xa 9 was 94 by reduced % among those activity received an andexanet bolus ( 24 participants participants , as compared with concentration % among those who received by ( who participants ) ( P< 0.001 ) , and unbound apixaban restored was reduced placebo 9.3 @DRUG$ per milliliter versus 1.9 ng per milliliter ( @DRUG$ < 0.001 ) ; thrombin generation was fully P<0.001 in 100 % versus 11 % of the ) ( 21 the within 2 to 5 minutes .	RESULTS : Among the apixaban-treated participants , anti-factor Xa activity was reduced by 94 % among those who received andexanet bolus ( 24 participants ) , as compared with 21 % among those who received ( P< 0.001 ) , and unbound apixaban concentration was reduced by 9.3 @DRUG$ per milliliter versus 1.9 ng per milliliter @DRUG$ < ) ; thrombin generation was fully restored in 100 % 11 % the participants ( P<0.001 ) within 2 to 5 minutes .	Among the apixaban-treated participants, anti-factor Xa activity was reduced by 94 % among those who received an andexanet bolus ( 24 participants ), as compared with 21 % among those who received placebo ( 9 participants ) ( P< 0.001 ) , and unbound	1
0	In the urine of rats as metabolites of the theophylline-derivative 7-[2-hydroxy - 3 - (N-methyl-N-2-hydroxyethyl)-amino-propyl]-@DRUG$ (@DRUG$), the two stereoisomeric 2-coffeinyl-N-methyl-6-hydroxy-morpholines were found.	In the urine of rats as metabolite of the theophylline - derivative 7 -[ 2- hydroxy - troika - ( N- methyl-N-2-hydroxyethyl) -amino-propyl ]-@DRUG$ ( @DRUG$ ) , the ii stereoisomeric two - coffeinyl - N-methyl - 6- hydroxy - morpholines were found .	In the urine of rats as metabolites of the theophylline - derivative ( - 2- hydroxy - 3 - ( two methyl-N-2-hydroxyethyl) -amino-propyl ]-@DRUG$ 7 @DRUG$ ) , the N- stereoisomeric 2 -[ coffeinyl - N-methyl - 6- hydroxy - morpholines were found .	the urine of rats as metabolites of the theophylline - derivative 7 -[ 2- hydroxy - 3 - N- methyl-N-2-hydroxyethyl) -amino-propyl ]-@DRUG$ ( @DRUG$ ) the two stereoisomeric 2 - coffeinyl - N-methyl - 6- hydroxy - morpholines were found	@DRUG$ is a derivative of theophylline, and @DRUG$ is a metabolite of DRUGA. In the urine of rats, two stereoisomeric 2-coffeinyl-N-methyl-6-hydroxy-morpholines were found as metabolites of DR	0
0	Complementary and alternative medicines such @DRUG$ @DRUG$ (melaleuca) oil have become increasingly popular in recent decades.	Complementary and alternative medicines such @DRUG$ @DRUG$ ( melaleuca ) oil have become increasingly democratic in recent decades .	Complementary and alternative medicines recent @DRUG$ @DRUG$ ( melaleuca ) oil have become increasingly popular in such decades .	Complementary and alternative medicines such @DRUG$ @DRUG$ ( melaleuca ) oil have become increasingly popular in recent decades .	Complementary and alternative medicines such as melaleuca oil have become increasingly popular in recent decades.	1
0	Inhibitors of CYP3A4, such @DRUG$ fluconazole, and of CYP2D6, such as @DRUG$, increase methadone blood concentrations.	Inhibitors of CYP3A4 , such @DRUG$ fluconazole , and of CYP2D6 , such as @DRUG$ , increase methadone profligate immersion .	Inhibitors of CYP3A4 , such @DRUG$ fluconazole , and of CYP2D6 , as such @DRUG$ , increase methadone concentrations blood .	Inhibitors of CYP3A4 , such @DRUG$ fluconazole , and of CYP2D6 , such as @DRUG$ , increase methadone blood concentrations .	If you are taking a drug that inhibits the activity of CYP3A4 (such as fluconazole), or a drug that inhibits the activity of CYP2D6 (such as methadone), then your blood concentration of the other drug will be higher than it would be if	1
0	CONCLUSION: @DRUG$ as first line intervention and @DRUG$ in the remaining gave best cost-effective results in the study patients of scabies.	CONCLUSION : @DRUG$ as first line of work intervention and @DRUG$ in the continue gave best cost-effective results in the study patients of scabies .	CONCLUSION : @DRUG$ best first as intervention and @DRUG$ in the remaining gave line cost-effective results in the study patients of scabies .	CONCLUSION : @DRUG$ as line intervention and @DRUG$ in the remaining gave best cost-effective results in the study patients of scabies .	@DRUG$ is more effective than @DRUG$, and should be used as the first line of treatment for scabies.	0
0	The serum TSH response to @DRUG$-TRH also was greater than that to @DRUG$ alone.	The serum tsh response to @DRUG$ - TRH also was greater than that to @DRUG$ alone .	The serum - response to @DRUG$ TSH TRH also was greater than that to @DRUG$ alone .	The serum TSH response to @DRUG$ - TRH also was greater than that to @DRUG$ alone .	The serum TSH response to @DRUG$ - TRH was greater than that to @DRUG$ alone.	0
0	Although binding studies have revealed an affinity of @DRUG$ to @DRUG$ 5-HT(2) receptors, the drug is without effect, except at very high concentrations, on serotonin-induced contraction in an isolated canine femoral artery preparation.	Although binding studies have revealed an affinity of @DRUG$ to @DRUG$ 5 - HT ( 2 ) receptors , the do drugs is without impression , except at very high concentrations , on serotonin-induced contraction in an isolated dogtooth femoral artery grooming .	Although binding studies have revealed an affinity of @DRUG$ to @DRUG$ 5 - artery ( 2 ) receptors , the drug is femoral effect , except at very high concentrations canine on serotonin-induced contraction in an isolated HT without , preparation .	Although binding studies have revealed an affinity of @DRUG$ to @DRUG$ 5 - ( 2 ) , drug is effect , except at very high , on serotonin-induced contraction in an isolated canine femoral artery preparation .	@DRUG$ binds to serotonin receptors, but does not have any effect on serotonin-induced contraction in an isolated canine femoral artery preparation, except at very high concentrations.	1
0	RATIONALE: Several drugs used to treat bipolar disorder (lithium and carbamazepine), when administered chronically to rats, reduce the turnover of @DRUG$, but not docosahexaenoic acid, in brain @DRUG$ by decreasing the activity of an arachidonic acid-selective phospholipase A(2).	RATIONALE : several drugs used to treat bipolar unhinge ( lithium and carbamazepine ) , when administered chronically to rats , abbreviate the turnover of @DRUG$ , but not docosahexaenoic acid , in mastermind @DRUG$ by decreasing the activity of an arachidonic acid-selective phospholipase A ( 2 ) .	RATIONALE : Several drugs used to treat bipolar disorder ( lithium and carbamazepine activity , when administered chronically to rats , reduce the turnover of @DRUG$ decreasing , but docosahexaenoic acid , in brain @DRUG$ by not the ) of an arachidonic acid-selective phospholipase A ( 2 ) .	Several drugs to treat bipolar disorder ( lithium and carbamazepine ) , when administered chronically to rats , the turnover of @DRUG$ but docosahexaenoic acid , in brain @DRUG$ by decreasing the activity of an arachidonic acid-selective phospholipase A ( )	Lithium and carbamazepine, when administered chronically to rats, reduce the turnover of @DRUG$ in brain @DRUG$ by decreasing the activity of an arachidonic acid-selective phospholipase A (2).	0
0	Phase III studies of this ER carbidopa-levodopa capsule formulation in patients with PD have shown a significant reduction in 'off' time compared with IR carbidopa-levodopa and @DRUG$-@DRUG$-entacapone.	stage III studies of this ER carbidopa-levodopa capsule formulation in patients with PD have establish a significant reduction in ' off ' clip compared with IR carbidopa-levodopa and @DRUG$ - @DRUG$ - entacapone .	Phase III studies of this ER carbidopa-levodopa with formulation in patients capsule PD have shown a significant reduction in ' off IR time compared with ' carbidopa-levodopa and @DRUG$ - @DRUG$ - entacapone .	Phase III studies of this carbidopa-levodopa capsule formulation in patients with PD shown a significant reduction in ' off ' time compared with IR carbidopa-levodopa and @DRUG$ @DRUG$ - entacapone .	Phase III studies of this ER carbidopa-levodopa capsule formulation in patients with PD have shown a significant reduction in ' off ' time compared with IR carbidopa-levodopa and @DRUG$ - @DRUG$ - entacapone ."DRUGA is more	0
1	METHODS: The @DRUG$ channel blockers were tested in rats trained to discriminate 2 mg/kg @DRUG$, i.p., from saline using a standard two-lever drug discrimination procedure with responding under a fixed ratio (FR) 32 schedule of food reinforcement.	METHODS : The @DRUG$ channel blockers were tested in rats trained to discriminate 2 milligram / kg @DRUG$ , i.p. , from saline using a standard two -lever dose discrimination procedure with responding under a fixate ratio ( fr ) 32 schedule of food reinforcement .	-lever : The @DRUG$ channel blockers were tested in rats trained to discriminate using / mg kg @DRUG$ with i.p. , from saline 2 a standard two METHODS drug discrimination procedure , responding under a fixed ratio ( FR ) 32 schedule of food reinforcement .	METHODS : The @DRUG$ channel blockers were tested in rats trained to discriminate 2 mg / kg @DRUG$ , i.p. , from saline using a standard two -lever drug procedure with responding under a fixed ratio ( FR ) schedule of food reinforcement	The @DRUG$ channel blockers were tested in rats trained to discriminate 2 mg / kg @DRUG$ , i.p. , from saline using a standard two -lever drug discrimination procedure with responding under a fixed ratio ( FR ) 32 schedule of food reinforcement ."In other words, the	0
0	A randomized, double-blind, placebo-controlled study found that, after 26 weeks of treatment, the adjusted effect size for total Unified Parkinson's Disease Rating Scale score was -4.20 (95% CI, -5.66 to -2.73) for rasagiline 1 mg/@DRUG$ versus placebo (@DRUG$ < 0.001).	adenine randomized , double - blind , placebo- controlled study found that , after xxvi weeks of treatment , the adjusted effect size for total Unified Parkinson 's Disease shop Scale account was - 4.20 ( xcv % CI , - 5.66 to - 2.73 ) for rasagiline ane mg / @DRUG$ versus placebo ( @DRUG$ < 0.001 ) .	A randomized , double - blind 26 placebo- 0.001 study found that Disease 95 , weeks of treatment , the < effect size for total Unified Parkinson 's , Rating Scale score was - 4.20 ( after % CI , - 5.66 to - adjusted ) for rasagiline 1 mg / @DRUG$ versus placebo ( @DRUG$ 2.73 controlled ) .	A randomized , double blind placebo- controlled study found that , 26 weeks treatment , the adjusted effect size for total Parkinson 's Rating Scale score was - 4.20 ( 95 % CI , - 5.66 to - 2.73 ) for rasagiline 1 mg / @DRUG$ versus placebo ( @DRUG$ < 0.001 ) .	Rasagiline 1 mg (@DRUG$) was found to be more effective than placebo (@DRUG$) in reducing Unified Parkinson's Disease Rating Scale score after 26 weeks of treatment.	0
1	If the apparently improved gastrointestinal tolerability of aceclofenac compared with @DRUG$ is confirmed by wider clinical experience, @DRUG$ will have the potential to become a preferred initial drug in an individualised NSAID regimen in patients with rheumatic disorders.	If the apparently improved gastrointestinal tolerability of aceclofenac compared with @DRUG$ is confirmed by wide of the mark clinical experience , @DRUG$ will have the potentiality to become a preferred initial drug in an individualised nsaid regimen in patient role with rheumatic disorders .	If the apparently individualised gastrointestinal tolerability of aceclofenac compared disorders @DRUG$ is confirmed by wider clinical experience preferred @DRUG$ drug have the potential to become a , initial will in an improved NSAID regimen in patients with rheumatic with .	If the apparently improved gastrointestinal tolerability of aceclofenac compared with @DRUG$ is confirmed by wider clinical experience @DRUG$ will have the potential to become a preferred initial drug in an individualised NSAID regimen in patients with rheumatic disorders .	If @DRUG$ is found to be more tolerable for gastrointestinal issues than @DRUG$, then DRUGB may become a preferred drug for treating rheumatic disorders.	0
0	With regard to NREM sleep, stage 2 was significantly increased with 15 mg of @DRUG$ and 10 @DRUG$ of nitrazepam, but stage SWS was significantly decreased with 10 mg of nitrazepam.	With regard to NREM sleep , stage  was importantly increase with 15 mg of @DRUG$ and 10 @DRUG$ of nitrazepam , but stage SWS was importantly decreased with 10 mg of nitrazepam .	With significantly to 10 sleep , 10 2 was regard increased with 15 mg of @DRUG$ and stage @DRUG$ of nitrazepam , but stage SWS was significantly decreased with NREM mg of nitrazepam .	With regard to NREM sleep , stage 2 was significantly increased with 15 mg of @DRUG$ and 10 @DRUG$ of nitrazepam , but stage SWS was significantly decreased with 10 mg of nitrazepam .	With regard to NREM sleep, stage 2 was significantly increased with 15 mg of @DRUG$ and 10 @DRUG$ of nitrazepam, but stage SWS was significantly decreased with 10 mg of nitrazepam.	0
0	Need for more than one dose of surfactant was significantly lower in infants treated with an initial dose of 200 @DRUG$/kg @DRUG$ in comparison to the beractant-treated group ( p < 0.002).	Need for more than one dose of surfactant was significantly lower in infants handle with an initial dose of 200 @DRUG$ / kg @DRUG$ in compare to the beractant - handle aggroup ( p < 0.002 ) .	Need for < with one dose of surfactant was significantly lower in infants treated than an initial dose of 200 @DRUG$ in kg @DRUG$ / comparison to the beractant - treated group ( p more 0.002 ) .	for more than one dose of surfactant significantly in infants treated with an initial dose of 200 @DRUG$ / kg @DRUG$ in comparison to the beractant - treated group ( p < 0.002 ) .	The need for more than one dose of surfactant was significantly lower in infants treated with an initial dose of 200 @DRUG$ / kg @DRUG$ in comparison to the beractant - treated group.	0
0	EXPERIMENTAL DESIGN: DCE-MRI was used to @DRUG$ the dynamics of gadolinium-diethylenetriaminepentaacetic acid coupled bovine serum albumin @DRUG$ a macromolecular contrast reagent to measure hemodynamic changes in HT-29 human colon xenografts in immunodeficient mice treated with PX-12.	EXPERIMENTAL DESIGN : DCE -MRI was used to @DRUG$ the dynamics of gadolinium - diethylenetriaminepentaacetic acid coupled bovine blood serum albumen @DRUG$ a macromolecular contrast reagent to measure hemodynamic changes in HT - 29 human colon heterograft in immunodeficient mice treated with PX - dozen .	EXPERIMENTAL DESIGN : DCE -MRI was used to @DRUG$ the dynamics of gadolinium - diethylenetriaminepentaacetic acid coupled bovine macromolecular albumin @DRUG$ PX serum contrast treated to measure hemodynamic reagent in HT - 29 human colon xenografts in immunodeficient mice changes with a - 12 .	DESIGN : DCE -MRI was used to @DRUG$ the dynamics of - diethylenetriaminepentaacetic acid coupled bovine serum albumin @DRUG$ a macromolecular contrast reagent to measure hemodynamic changes HT - 29 human colon xenografts in immunodeficient mice treated with PX - 12 .	DCE -MRI was used to measure hemodynamic changes in HT - 29 human colon xenografts in immunodeficient mice treated with PX - 12 .	1
0	The preparation contained paracetamol (@DRUG$) 500 mg, codeine phosphate 8 mg, buclizine hydrochloride 6.25 @DRUG$ and dioctyl sodium sulphosuccinate 10 mg.	The preparation contained paracetamol ( @DRUG$ ) 500 mg , codeine phosphate eighter mg , buclizine hydrochloride 6.25 @DRUG$ and dioctyl na sulphosuccinate 10 mg .	The preparation contained paracetamol ( @DRUG$ ) , mg , codeine phosphate 8 mg 500 buclizine sulphosuccinate 6.25 @DRUG$ and dioctyl sodium hydrochloride 10 mg .	The preparation contained paracetamol ( @DRUG$ ) 500 mg , codeine phosphate 8 mg , buclizine hydrochloride 6.25 @DRUG$ and sodium sulphosuccinate 10 mg .	@DRUG$ contains 500 mg of paracetamol, 8 mg of codeine phosphate, 6.25 mg of buclizine hydrochloride, and 10 mg of dioctyl sodium sulphosuccinate.	1
1	In contrast to @DRUG$, indacaterol did not antagonise the @DRUG$ response.	inwards contrast to @DRUG$ , indacaterol did not antagonise the @DRUG$ response .	In contrast to @DRUG$ , not did indacaterol antagonise the @DRUG$ response .	In contrast to @DRUG$ , did not antagonise the @DRUG$ response .	Indacaterol did not block the response to @DRUG$ .	1
0	@DRUG$-@DRUG$ and TFMPP interacted with the SERT and serotonergic receptors.	@DRUG$ -@DRUG$ and TFMPP interacted with the SERT and serotonergic sense organ .	and -@DRUG$ @DRUG$ TFMPP interacted with the SERT and serotonergic receptors .	@DRUG$ -@DRUG$ TFMPP interacted with the SERT and serotonergic receptors .	@DRUG$ and @DRUG$ interacted with the SERT and serotonergic receptors .	0
0	Contribution of plasma @DRUG$ and @DRUG$ to milk lactose synthesis during galactose ingestion.	Contribution of plasma @DRUG$ and @DRUG$ to milk lactose deductive reasoning during galactose ingestion .	Contribution of plasma @DRUG$ and @DRUG$ to synthesis lactose milk during galactose ingestion .	Contribution of plasma @DRUG$ and @DRUG$ to milk lactose synthesis galactose ingestion .	The amount of @DRUG$ in the plasma affects the amount of @DRUG$ in the milk.	0
0	METHODS: The MICs of tiamulin, valnemulin, @DRUG$, tylvalosin, @DRUG$ and lincomycin were determined by broth dilution in brain heart infusion broth supplemented with 10% fetal calf serum.	method acting : The MICs of tiamulin , valnemulin , @DRUG$ , tylvalosin , @DRUG$ and lincomycin were determined by broth dilution in einstein heart extract broth supplemented with 10 % fetal calf serum .	METHODS : The MICs of tiamulin , valnemulin , @DRUG$ fetal tylvalosin , @DRUG$ and lincomycin by determined calf broth dilution in brain heart infusion broth supplemented with 10 % , were serum .	METHODS : The MICs of tiamulin , valnemulin , @DRUG$ , tylvalosin , @DRUG$ lincomycin were by broth dilution in brain heart infusion broth supplemented with 10 fetal calf serum	The MICs of tiamulin, valnemulin, @DRUG$, tylvalosin, @DRUG$ and lincomycin were determined by broth dilution in brain heart infusion broth supplemented with 10 % fetal calf serum.	0
0	@DRUG$ (@DRUG$), a non-toxic, water-soluble treatment for heavy metal toxicity.	@DRUG$ ( @DRUG$ ) , a non-toxic , water - soluble intervention for heavy metal toxicity .	@DRUG$ ( @DRUG$ ) treatment a non-toxic , water - soluble , for heavy metal toxicity .	@DRUG$ ( @DRUG$ ) a non-toxic , water - treatment for heavy metal toxicity .	@DRUG$ is a non-toxic, water-soluble treatment for heavy metal toxicity. @DRUG$ is a heavy metal that is toxic to humans.	0
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, @DRUG$, p-tert-butylphenol @DRUG$ resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and chloroxylenol.	During the same period of hit the books , there were significant decreases in favourableness rates to neomycin , fragrance mix iodin , formaldehyde , thiuram mix , cinnamic aldehyde , propylene dihydric alcohol , epoxy glue resin , diazolidinyl urea , amidoamine , ethylenediamine , @DRUG$ , p-tert- butylphenol @DRUG$ resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , disseminate grim 106 , mercapto mix , and chloroxylenol .	During the same period of study , there were , , in positivity rates to neomycin , fragrance , I , formaldehyde , thiuram mix , cocamidopropyl aldehyde , propylene glycol , epoxy resin resin diazolidinyl urea chloroxylenol amidoamine , ethylenediamine , @DRUG$ , p-tert- butylphenol @DRUG$ resin , dimethylol dimethyl hydantoin , , betaine , glutaraldehyde , mercaptobenzothiazole cinnamic tosylamide formaldehyde , , budesonide mix disperse blue 106 significant mercapto mix , and decreases .	During the same period of study , there were decreases in positivity rates neomycin , fragrance mix I , formaldehyde , thiuram mix cinnamic aldehyde propylene glycol , epoxy resin , diazolidinyl , amidoamine , ethylenediamine , @DRUG$ , p-tert- butylphenol @DRUG$ resin , dimethylol dimethyl , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide disperse blue 106 , mercapto mix , and .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, DR	1
0	Eighteen metabolites, including the biomarkers of DDVP exposure (dimethyl @DRUG$, DMP) and @DRUG$ exposure (quercetin and isorhamnetina), were identified from the metabonomic profiles of rat urine using ultra-performance liquid chromatography-mass spectrometry.	Eighteen metabolites , admit the biomarkers of DDVP exposure ( dimethyl @DRUG$ , DMP ) and @DRUG$ exposure ( quercetin and isorhamnetina ) , were describe from the metabonomic profiles of rat urine using ultra-performance swimming chromatography - multitude spectrometry .	Eighteen metabolites , including the - of DDVP exposure ( dimethyl @DRUG$ , of and and @DRUG$ exposure ( quercetin ) isorhamnetina ) , were identified from the metabonomic profiles DMP biomarkers urine using ultra-performance liquid chromatography rat mass spectrometry .	Eighteen metabolites , including biomarkers of DDVP exposure ( dimethyl @DRUG$ , DMP ) and @DRUG$ exposure quercetin and isorhamnetina ) , were identified from the profiles of rat using ultra-performance liquid - mass spectrometry .	Eighteen metabolites were identified from the metabonomic profiles of rat urine using ultra-performance liquid chromatography - mass spectrometry .	1
0	On the basis of LC-MS/MS-ES (external standard) measurements, liver zilpaterol residues in sheep were 29.3, 1.5, 0.13, and 0.10 ng/g after 0, 2, 5, and 9 day withdrawal periods, respectively; kidney residues were 29.6, 1.10, and 0.09 ng/g and below the detection limit; and muscle residues were 13.3, 0.86, 0.12, and 0.08 @DRUG$/g at the @DRUG$ respective withdrawal periods.	on the basis of LC - MS / MS-ES ( external standard ) measure , liver colored zilpaterol residues in sheep were 29.3 , 1.5 , 0.13 , and 0.10 ng / g after 0 , 2 , v , and 9 day pulling out periods , respectively ; kidney residues were 29.6 , 1.10 , and 0.09 ng / g and below the catching limit ; and muscularity residues were 13.3 , 0.86 , 0.12 , and 0.08 @DRUG$ / g at the @DRUG$ various pulling out periods .	0.08 the basis of LC - MS / MS-ES ( external standard ) g , liver zilpaterol residues / and were 29.3 , 1.5 , 0.13 , and 0.10 ng / measurements after 0 , 2 , 5 , and 9 day withdrawal periods , respectively ; kidney residues were 29.6 , 1.10 and and 0.09 ng / g , below the detection limit ; sheep 0.86 residues were 13.3 , muscle , 0.12 , and On @DRUG$ in g at the @DRUG$ respective withdrawal periods .	On the basis of LC - MS / MS-ES ( standard ) measurements , zilpaterol in sheep were , 1.5 , 0.13 , and 0.10 ng / g after 0 , 2 5 , and 9 day withdrawal periods , respectively ; residues were 29.6 1.10 , and 0.09 ng / g and below the ; and muscle residues were 13.3 , 0.86 , 0.12 and 0.08 @DRUG$ / g at the @DRUG$ respective withdrawal periods .	Liver residues of zilpaterol were 29.3, 1.5, 0.13, and 0.10 ng/g after 0, 2, 5, and 9 day withdrawal periods, respectively; kidney residues were 29.6, 1.10, and 0.09 ng	1
0	Chlordiazepoxide (12.5 @DRUG$/kg b.d.) and midazolam (0.75 mg/kg b.d.) induced a slowly evolving tolerance over 15 days whereas @DRUG$ (0.6 mg/kg b.d.) induced a very marked rapid tolerance which developed no further during 6 days treatment.	Chlordiazepoxide ( 12.5 @DRUG$ / kilo b.d. ) and midazolam ( 0.75 mg / kilo b.d. ) induced a slowly germinate tolerance over 15 twenty four hour period whereas @DRUG$ ( 0.6 mg / kilo b.d. ) induced a very marked speedy tolerance which developed no further during 6 twenty four hour period treatment .	Chlordiazepoxide ( marked @DRUG$ / kg b.d. ) days midazolam ( kg mg / 0.75 b.d. ) induced further slowly evolving tolerance over 15 days whereas @DRUG$ ( 0.6 mg / kg b.d. ) induced a very 12.5 rapid tolerance which developed no a during 6 and treatment .	Chlordiazepoxide ( 12.5 @DRUG$ / kg b.d. ) and midazolam ( 0.75 mg / kg b.d. ) induced a slowly evolving tolerance over 15 days whereas @DRUG$ ( mg b.d. ) induced a very marked rapid tolerance which developed no further during 6 days treatment .	Chlordiazepoxide ( 12.5 @DRUG$ / kg b.d. ) and midazolam ( 0.75 mg / kg b.d. ) induced a slowly evolving tolerance over 15 days whereas @DRUG$ ( 0.6 mg / kg b.d. ) induced	0
0	@DRUG$ produces second messengers for FSH and @DRUG$ uptake, while D-chiroinositol provides second messengers promoting glucose uptake and glycogen synthesis.	@DRUG$ produces bit messengers for FSH and @DRUG$ uptake , while D-chiroinositol allow bit messengers promoting glucose uptake and glycogen synthesis .	@DRUG$ produces second messengers for FSH and @DRUG$ uptake , while D-chiroinositol provides second glycogen promoting synthesis uptake and messengers glucose .	@DRUG$ produces second messengers for FSH and @DRUG$ uptake , D-chiroinositol provides second messengers promoting glucose uptake and glycogen synthesis .	@DRUG$ produces second messengers that stimulate the uptake of FSH by @DRUG$, while D-chiroinositol produces second messengers that promote the uptake of glucose and glycogen synthesis.	0
0	Six exhibited mild (desipramine), moderate (@DRUG$, cyclobenzaprine, imiprimine, @DRUG$) or strong (amitriptyline) TLR4 inhibition, and no TLR4 activation.	Six exhibited modest ( desipramine ) , mince ( @DRUG$ , flexeril , imiprimine , @DRUG$ ) or strong ( amitriptyline ) TLR4 inhibition , and no TLR4 activation .	Six and mild ( desipramine ) , ) ( @DRUG$ , cyclobenzaprine , imiprimine , @DRUG$ ) or strong ( amitriptyline moderate TLR4 inhibition , exhibited no TLR4 activation .	Six exhibited mild ( desipramine ) , moderate ( @DRUG$ cyclobenzaprine , imiprimine , @DRUG$ ) or strong ( amitriptyline ) TLR4 inhibition , and TLR4 activation .	Six exhibited mild ( desipramine ) , moderate ( @DRUG$ , cyclobenzaprine , imiprimine , @DRUG$ ) or strong ( amitriptyline ) TLR4 inhibition , and no TLR4 activation .	0
1	Terfenadine, @DRUG$, and loratadine are metabolized extensively in the liver; @DRUG$ and astemizole are both 97% protein bound.	Terfenadine , @DRUG$ , and loratadine are metabolized extensively in the liver colored ; @DRUG$ and astemizole are both  % protein bound .	Terfenadine , @DRUG$ and , loratadine in metabolized extensively are the liver ; @DRUG$ and astemizole are both 97 % protein bound .	Terfenadine , @DRUG$ and loratadine are metabolized extensively in the ; @DRUG$ and astemizole are both 97 % protein bound .	@DRUG$ and @DRUG$ are both metabolized extensively in the liver.	0
0	PATIENTS/METHODS: The data set comprised 19 279 consecutive eczema patients patch tested from 2003-2007 with @DRUG$ 0.3% in @DRUG$ (pet.)	PATIENTS / METHODS : The data point set constitute 19 279 consecutive eczema patients patch tested from 2003 - 2007 with @DRUG$ 0.3 % in @DRUG$ ( pet . )	PATIENTS / METHODS : The data set comprised @DRUG$ 279 from eczema patients patch tested consecutive 2003 - 2007 with 19 0.3 % in @DRUG$ ( pet . )	PATIENTS : The data set comprised 19 279 consecutive eczema patients patch from 2003 - with @DRUG$ 0.3 % in @DRUG$ ( pet . )	The data set comprised 19 279 consecutive eczema patients patch tested from 2003 - 2007 with @DRUG$ 0.3 % in @DRUG$ ( pet . )"This means that the data set consisted of 19,279 patients who were patch tested for eczema using both DRUG	0
0	The pharmacokinetic results indicated that @DRUG$ in the present formulation is rapidly and well absorbed up to @DRUG$ high doses as 3 g.	The pharmacokinetic leave point that @DRUG$ in the present formulation is rapidly and well absorbed up to @DRUG$ high doses as 3 g.	present pharmacokinetic results indicated that @DRUG$ in the to formulation is rapidly and well absorbed up The @DRUG$ high doses as 3 g.	The pharmacokinetic results indicated that @DRUG$ in the present formulation is rapidly and well absorbed up to @DRUG$ high doses as g.	The pharmacokinetic results indicated that @DRUG$ in the present formulation is rapidly and well absorbed up to @DRUG$ high doses as 3 g."This means that DRUGA is absorbed quickly and well up to doses of 3 grams, after which absorption decreases.	0
0	Analysis of plasma and brain showed that codeine-6-glucuronide is relatively stable in vivo, with only small amounts of @DRUG$ being detected in addition to unchanged @DRUG$-6-glucuronide.	Analysis of plasma and brain showed that codeine -  - glucuronide is relatively unchanging in vivo , with only small amounts of @DRUG$ being detected in addition to unaltered @DRUG$ -  - glucuronide .	Analysis of plasma 6 brain showed that codeine - 6 - glucuronide is relatively stable in vivo , - only being amounts of @DRUG$ small detected in addition to unchanged @DRUG$ - and with glucuronide .	Analysis of plasma and brain that 6 - glucuronide is relatively stable in , with only amounts of @DRUG$ being detected in addition to unchanged @DRUG$ - 6 - glucuronide .	Analysis of plasma and brain showed that codeine - 6 - glucuronide is relatively stable in vivo , with only small amounts of @DRUG$ being detected in addition to unchanged @DRUG$ - 6 - glucuronide ."In other words, DRUGA is a minor by-product	0
0	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (eptinezumab, teprotumumab, @DRUG$, isatuximab, [fam-]trastuzumab deruxtecan, @DRUG$, leronlimab, sacituzumab govitecan, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	At this time , a total of fivesome novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) had been allot a first approving in either the US or europe , and marketing coating for bakers dozen novel antibody therapeutics ( eptinezumab , teprotumumab , @DRUG$ , isatuximab , [ fam - ] trastuzumab deruxtecan , @DRUG$ , leronlimab , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergo review in these regions , which constitute the john roy major markets for antibody therapeutics .	At this time , , total of 5 novel antibody therapeutics ( romosozumab review risankizumab , polatuzumab vedotin , represent , and crizanlizumab ) tafasitamab 13 granted a first approval in either the US or EU , and marketing applications for been novel antibody therapeutics ( eptinezumab , teprotumumab , @DRUG$ , isatuximab , [ fam therapeutics ] trastuzumab deruxtecan major @DRUG$ , leronlimab , were govitecan , satralizumab , narsoplimab , had , REGNEB3 and naxituximab ) sacituzumab undergoing , which these regions , in brolucizumab the a markets for antibody - .	At this time , a total of 5 novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , crizanlizumab ) had been granted a first approval in either the US or EU , and marketing applications for 13 antibody therapeutics ( eptinezumab , teprotumumab , @DRUG$ , isatuximab fam - ] trastuzumab deruxtecan , @DRUG$ leronlimab , sacituzumab govitecan , satralizumab , narsoplimab tafasitamab , REGNEB3 and naxituximab ) were undergoing in these regions , represent the major markets for antibody therapeutics .	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US	1
0	@DRUG$ /@DRUG$, Nucleoside analogues, Neuraminidase inhibitors, Remdesivir, peptide (EK1), abidol, RNA synthesis inhibitors (such as TDF, 3TC), anti-inflammatory drugs (such as hormones and other molecules), Chinese traditional medicine, such ShuFengJieDu Capsules and Lianhuaqingwen Capsule, could be the drug treatment options for 2019-nCoV.	@DRUG$ / @DRUG$ , nucleoside analogues , Neuraminidase inhibitors , Remdesivir , peptide ( EK1 ) , abidol , rna synthesis inhibitors ( such as TDF , 3TC ) , anti inflammatory drug drugs ( such as internal secretion and other corpuscle ) , taiwanese traditional medicine , such ShuFengJieDu Capsules and Lianhuaqingwen Capsule , could be the drug treatment options for 2019 - nCoV .	@DRUG$ / @DRUG$ , Nucleoside abidol , Neuraminidase inhibitors , , ) peptide ( ( ) , analogues Remdesivir RNA , inhibitors ( such as TDF , 3TC ) synthesis anti-inflammatory drug EK1 such as hormones and other molecules , , Chinese traditional medicine , such ShuFengJieDu Capsules and Lianhuaqingwen Capsule , could be the drugs treatment options for 2019 - nCoV .	@DRUG$ / @DRUG$ , Nucleoside analogues , Neuraminidase inhibitors , Remdesivir , peptide ( EK1 ) , abidol RNA synthesis inhibitors ( such as TDF , ) , anti-inflammatory ( such as hormones and other molecules ) Chinese traditional medicine , such ShuFengJieDu Capsules and Capsule , could be the drug treatment options for 2019 - nCoV	@DRUG$ and @DRUG$ are both nucleoside analogues and neuraminidase inhibitors. They are both potential treatments for 2019-nCoV.	0
0	METHODS: Male rats were administered PLZ (10 mg/kg) or @DRUG$ (1,000 mg/kg) i.@DRUG$., and the rats were euthanized 4 hours later and the brains removed for analysis of levels of GABA and ALA (by electron capture gas chromatography after derivatization) and activities of MAO, GABA-T and ALA-T (radiochemical assays).	METHODS : Male rats were administered PLZ ( x milligram / kg ) or @DRUG$ ( 1,000 milligram / kg ) i.@DRUG$ . , and the rats were euthanized 4 hours later and the mental capacity removed for analysis of levels of gamma aminobutyric acid and ALA ( by electron fascinate gas chromatography after derivatization ) and activities of mao zedong , gamma aminobutyric acid -T and ALA -T ( radiochemical assays ) .	METHODS : Male rats were administered PLZ ( 1,000 mg or kg ) -T @DRUG$ ( 10 mg / kg ) i.@DRUG$ . GABA and after rats were euthanized 4 hours later and the brains removed for ALA of levels of GABA and ALA ( by electron capture gas chromatography the derivatization ) and activities of MAO , , / and analysis -T ( radiochemical assays ) .	: Male rats were administered PLZ ( 10 mg / kg ) or @DRUG$ ( 1,000 mg / kg ) i.@DRUG$ . , and the rats were euthanized 4 hours later and removed for analysis of levels of GABA and ALA ( electron capture gas chromatography after derivatization ) activities of , GABA -T and ALA -T ( radiochemical assays )	PLZ ( 10 mg / kg ) or @DRUG$ ( 1,000 mg / kg ) was administered i.@DRUG$ to male rats, and the rats were euthanized 4 hours later and the brains removed for analysis of levels of GABA and ALA ( by electron capture gas chrom	0
0	It has been hypothesized that some estrogenic metabolites with low hormonal activity, such as estrone or @DRUG$, may serve @DRUG$ endogenous neuroprotective agents.	It has been hypothesized that some estrogenic metabolites with low hormonal activity , such as estrone or @DRUG$ , whitethorn serve @DRUG$ endogenic neuroprotective agents .	It has been endogenous that some neuroprotective metabolites with low hormonal activity , such as estrone or @DRUG$ , may serve @DRUG$ hypothesized estrogenic agents .	It has been hypothesized that some estrogenic metabolites with low hormonal activity , such as estrone or @DRUG$ , may serve @DRUG$ neuroprotective agents	Some estrogenic metabolites with low hormonal activity, such as estrone or @DRUG$, may serve as endogenous neuroprotective agents.	1
1	While gastrointestinal events and hand-and-foot syndrome occurred more often with capecitabine than with paclitaxel or a regimen of @DRUG$, methotrexate and fluorouracil (CMF), neutropenic fever, arthralgia, pyrexia and myalgia were more common with @DRUG$, and nausea, stomatitis, alopecia and asthenia were more common with CMF.	patch gastrointestinal events and helping hand - and - human foot syndrome occurred more often with capecitabine than with paclitaxel or a regimen of @DRUG$ , methotrexate and fluorouracil ( CMF ) , neutropenic fever , arthralgia , pyrexia and myodynia were more common with @DRUG$ , and nausea , stomatitis , alopecia and astheny were more common with CMF .	While gastrointestinal with and hand - more pyrexia foot syndrome occurred and often with capecitabine than events paclitaxel or a regimen of @DRUG$ , methotrexate , fluorouracil ( CMF ) , neutropenic fever , arthralgia , , and myalgia were more common with @DRUG$ - and nausea , stomatitis and alopecia and asthenia were more common with CMF .	While gastrointestinal events and - and - foot syndrome occurred more often with capecitabine than with paclitaxel or a regimen of @DRUG$ , methotrexate and ( CMF ) , neutropenic fever , arthralgia , and myalgia were common with @DRUG$ , and , stomatitis , alopecia and asthenia were more common with .	Capecitabine is more likely to cause gastrointestinal events and hand - and - foot syndrome than paclitaxel or a regimen of @DRUG$ . However, methotrexate and fluorouracil ( CMF ) are more likely to cause neutropenic fever , arthral	1
0	Consecutive patients undergoing total hip replacement in 43 centres were randomly assigned to receive blindly either enoxaparin (40 mg) or @DRUG$ (4,500 anti-Factor IU Xa), @DRUG$ once daily subcutaneous injections.	Consecutive patients undergo total hip replacement in 43 centres were randomly assigned to receive blindly either enoxaparin (  atomic number  ) or @DRUG$ ( 4,500 anti-Factor IU Xa ) , @DRUG$ once daily subcutaneous injections .	Consecutive patients undergoing total hip blindly in 43 centres were IU assigned to receive replacement ( enoxaparin either 40 mg ) or @DRUG$ ( 4,500 anti-Factor randomly Xa ) , @DRUG$ once daily subcutaneous injections .	Consecutive patients undergoing total hip replacement in centres randomly assigned to receive either enoxaparin ( 40 mg ) or @DRUG$ ( 4,500 anti-Factor Xa ) , @DRUG$ once daily subcutaneous injections .	Patients were randomly assigned to receive either enoxaparin or @DRUG$, @DRUG$ once daily subcutaneous injections.	0
0	This means that all examined agents induced DNA damage in SCC-4 cells and these effects are dose-dependent but @DRUG$ is stronger than that of @DRUG$-emodin or rhein.	This signify that all examined agent induced desoxyribonucleic acid damage in SCC - 4 cells and these effects are dose-dependent but @DRUG$ is stronger than that of @DRUG$ - emodin or rhein .	This means that all examined than induced DNA and in SCC - 4 - damage these effects are dose-dependent but @DRUG$ is stronger agents that of @DRUG$ cells emodin or rhein .	This means that all examined agents induced DNA in SCC - 4 cells and these effects are dose-dependent but @DRUG$ is stronger than that of @DRUG$ emodin rhein .	The more @DRUG$ is present, the more damage it will cause to SCC - 4 cells. @DRUG$ is also a strong inducer of DNA damage, but not as much as DRUGA.	0
0	Conversely, benserazide binds to HSA with two independent equilibria (K(d1)< or = 10(-6) M and @DRUG$(d2) = 5.0 x 10(-5) @DRUG$).	Conversely , benserazide binds to HSA with two independent equilibria ( one thousand ( d1 ) < or = x ( - sestet ) M and @DRUG$ ( d2 ) = 5.0 x x ( - phoebe ) @DRUG$ ) .	d1 , benserazide binds to HSA ) two independent equilibria ( 10 ( Conversely ) < or = K 6 - ( ) M and @DRUG$ ( d2 ) = 5.0 x 10 ( - 5 ) @DRUG$ with .	Conversely , benserazide binds HSA with two independent equilibria ( ( d1 ) < or = 10 ( - 6 ) M and @DRUG$ ( d2 ) = 5.0 x 10 ( - 5 ) @DRUG$ ) .	Conversely, benserazide binds to HSA with two independent equilibria (K(d1) < or = 10(-6) M and @DRUG$(d2) = 5.0 x 10(-5) @DRUG$).	0
0	Pharmacokinetics, safety, and efficacy of a liposome encapsulated @DRUG$ synthase inhibitor, OSI-7904L [(S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl)methyl]amino-1-oxo-2-isoindolynl]-@DRUG$] in mice.	Pharmacokinetics , safety , and efficacy of a liposome encapsulated @DRUG$ synthase inhibitor , OSI - 7904L [ ( S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl) methyl group ] amino-1-oxo-2-isoindolynl ]-@DRUG$ ] in computer mouse .	Pharmacokinetics , safety , and efficacy 7904L a liposome mice @DRUG$ synthase inhibitor , OSI - of [ ( S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl) methyl ] amino-1-oxo-2-isoindolynl ]-@DRUG$ ] in encapsulated .	Pharmacokinetics , safety , and efficacy of a liposome encapsulated @DRUG$ synthase inhibitor , OSI - 7904L [ ( S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl) methyl ] amino-1-oxo-2-isoindolynl ]-@DRUG$ ] in mice .	The pharmacokinetics, safety, and efficacy of a liposome encapsulated @DRUG$ synthase inhibitor, OSI-7904L [(S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quin	1
0	Desmopressin @DRUG$ is the synthetic analogue of the antidiuretic hormone arginine @DRUG$.	Desmopressin @DRUG$ is the synthetic analogue of the antidiuretic internal secretion arginine @DRUG$ .	Desmopressin @DRUG$ synthetic the is analogue of the antidiuretic hormone arginine @DRUG$ .	Desmopressin @DRUG$ is the analogue of the antidiuretic hormone @DRUG$ .	@DRUG$ is a synthetic version of the hormone arginine, which is responsible for regulating the body's water balance.	1
0	The combination of sodium thiosulfate and sodium @DRUG$ has been used in the United States since the 1930s @DRUG$ the primary antidote for cyanide intoxication.	The combination of sodium thiosulfate and sodium @DRUG$ has been used in the United say since the 1930s @DRUG$ the primary antidote for cyanide drunkenness .	The combination of sodium thiosulfate and sodium @DRUG$ the been used in the United States since has 1930s @DRUG$ the primary antidote for cyanide intoxication .	The combination sodium thiosulfate and sodium @DRUG$ has been used in the United States since the 1930s @DRUG$ the primary antidote for cyanide intoxication .	Sodium thiosulfate and sodium @DRUG$ have been used together in the United States since the 1930s as the primary antidote for cyanide intoxication.	1
0	In addition, the antinociceptive effect of eugenol (10 @DRUG$/kg, i.p.) in the glutamate test was prevented by the i.@DRUG$. treatment for mice with naloxone.	In addition , the antinociceptive effect of eugenol ( 10 @DRUG$ / kilogram , i.p. ) in the glutamate test was foreclose by the i.@DRUG$ . treatment for black eye with naloxone .	In ) , effect antinociceptive the of eugenol ( 10 @DRUG$ / kg , i.p. addition by the glutamate test was prevented in the i.@DRUG$ . treatment for mice with naloxone .	In addition , the antinociceptive effect @DRUG$ / kg , i.p. ) in the glutamate test was prevented by i.@DRUG$ . treatment for mice with naloxone .	The antinociceptive (pain-relieving) effect of eugenol was prevented by the i.@DRUG$ treatment for mice with naloxone.	1
1	OBJECTIVES: To assess the efficacy and safety of @DRUG$ compared with placebo and other @DRUG$-lowering therapies for treating chronic gout.	OBJECTIVES : To assess the efficacy and safety of @DRUG$ liken with placebo and other @DRUG$ - lowering therapies for treating continuing gout .	OBJECTIVES : To assess the efficacy and safety of @DRUG$ compared with placebo treating and @DRUG$ - lowering therapies for other chronic gout .	OBJECTIVES : To assess the efficacy and safety of @DRUG$ compared with placebo and other @DRUG$ - lowering therapies for treating chronic gout .	@DRUG$ is more effective than placebo and other @DRUG$-lowering therapies for treating chronic gout.	0
0	In fact, 5-HT @DRUG$ well as ergotamine, @DRUG$ and other antimigraine agents invariably produce vasoconstriction in the external carotid circulation.	In fact , 5 - HT @DRUG$ considerably as ergotamine , @DRUG$ and other antimigraine agents invariably produce vasoconstriction in the extraneous carotid circulation .	In fact , 5 and HT @DRUG$ well as ergotamine , @DRUG$ agents other antimigraine - invariably produce vasoconstriction in the external carotid circulation .	In fact , 5 - HT @DRUG$ as ergotamine , @DRUG$ and other agents invariably produce vasoconstriction in the external circulation .	Drugs that increase serotonin levels (@DRUG$) also increase the risk of a migraine attack (@DRUG$).	0
0	After 24 hours of incubation at pH 7.1, @DRUG$ and @DRUG$ had similar bactericidal activity for all bacteria tested except Staphylococcus intermedius.	After 24 hours of incubation at ph scale 7.1 , @DRUG$ and @DRUG$ had like bactericidal activity for all bacteria tested except Staphylococcus intermedius .	After 24 hours of bactericidal at pH 7.1 , @DRUG$ and @DRUG$ had similar incubation for activity all bacteria tested except Staphylococcus intermedius .	After hours of incubation at pH 7.1 , @DRUG$ @DRUG$ had similar activity for all bacteria tested except Staphylococcus intermedius .	After 24 hours of incubation at pH 7.1, @DRUG$ and @DRUG$ had similar bactericidal activity for all bacteria tested except Staphylococcus intermedius.	0
0	This review and update focuses on the clinical features of hydrochlorothiazide (HCTZ), the thiazide-like agents chlorthalidone (CTDN) and indapamide (INDAP), @DRUG$-sparing ENaC inhibitors and @DRUG$ receptor antagonists, and loop diuretics.	This critical review and update focuses on the clinical features of hydrochlorothiazide ( HCTZ ) , the thiazide - like factor hygroton ( CTDN ) and indapamide ( INDAP ) , @DRUG$ - sparing ENaC inhibitors and @DRUG$ receptor antagonists , and eyelet diuretics .	This review and update focuses ( the ENaC clinical of hydrochlorothiazide on HCTZ ) , the ) - like agents chlorthalidone ( CTDN thiazide and indapamide ( INDAP ) , @DRUG$ - sparing features inhibitors and @DRUG$ receptor antagonists , and loop diuretics .	This review and update focuses on the features of hydrochlorothiazide ( HCTZ ) , the thiazide - like agents chlorthalidone ( CTDN and indapamide ( INDAP ) , @DRUG$ sparing ENaC inhibitors and @DRUG$ receptor antagonists , and diuretics .	@DRUG$-sparing ENaC inhibitors and @DRUG$ receptor antagonists" refers to drugs that prevent the effects of DRUGA, while "loop diuretics" refers to drugs that increase the effects of DRUGA.	0
0	The cross reactivity with other 9-fluorinated steroids was found @DRUG$ follows: dexamethasone, 340%; @DRUG$, 230%; and triamicinolone, 8%.	The cross reactivity with other 9 - fluorinated steroid hormone was plant @DRUG$ follows : dexamethasone , 340 % ; @DRUG$ , 230 % ; and triamicinolone , octonary % .	The cross reactivity 230 other 9 - , steroids was found @DRUG$ follows : dexamethasone fluorinated 340 % ; @DRUG$ , with , ; and triamicinolone % 8 % .	cross reactivity with other 9 - fluorinated steroids was @DRUG$ follows dexamethasone , 340 % ; @DRUG$ 230 % ; and triamicinolone 8 .	@DRUG$ is 340% more likely to cross-react with dexamethasone than @DRUG$, and DRUGB is 230% more likely to cross-react with triamicinolone than DRUGA.	0
0	Study TR701-108 was a relative bioavailability study in 12 subjects administered 150-mg @DRUG$ equivalents @DRUG$ TPD or tedizolid phosphate.	Study TR701 -108 was a relative bioavailability study in dozen subjects administered 150 - mg @DRUG$ equivalents @DRUG$ TPD or tedizolid inorganic phosphate .	Study TR701 or was a relative bioavailability study in 12 administered subjects 150 - mg @DRUG$ equivalents @DRUG$ TPD -108 tedizolid phosphate .	Study TR701 -108 was a relative bioavailability study in 12 subjects administered 150 - mg @DRUG$ equivalents @DRUG$ TPD or tedizolid .	Study TR701 -108 was a relative bioavailability study in 12 subjects administered 150 - mg @DRUG$ equivalents @DRUG$ TPD or tedizolid phosphate ."DRUGA is the drug being studied, while DRUGB is the drug being compared to it. In this study,	0
0	Agents Chemother., 51:689-695, 2007; E. Sbrana, R. Jordan, @DRUG$. E. Hruby, @DRUG$. I. Mateo, S. Y. Xiao, et al., Am.	broker Chemother. , 51:689-695 , 2007 ; E. Sbrana , R. hashemite kingdom of jordan , @DRUG$ . E. Hruby , @DRUG$ . I. Mateo , S. Y. Xiao , et al. , make up .	Xiao Chemother. , 51:689-695 , 2007 ; E. Sbrana , R. , Jordan @DRUG$ . E. Hruby . @DRUG$ , I. Mateo , S. Y. Agents , et al. , Am .	Chemother. , 51:689-695 , 2007 E. Sbrana , R. , @DRUG$ . E. Hruby , @DRUG$ . I. Mateo , S. Y. Xiao , et al. , Am .	Druga is a chemotherapeutic agent that is effective against certain types of cancer, while drugb is a drug that is effective against bacterial infections.	1
0	After the initial biopsy, subjects ingested 20 g x d(-1) of creatine monohydrate, 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose, or 20 g x @DRUG$(-1) of creatine monohydrate + 100 g x d(-1) of sucrose + 1000 @DRUG$ x d(-1) of alpha-lipoic acid for 5 days.	afterward the initial biopsy , case have 20 g hug drug d ( - ane ) of creatin monohydrate , 20 g hug drug d ( - ane ) of creatin monohydrate + 100 g hug drug d ( - ane ) of saccharose , or 20 g hug drug @DRUG$ ( - ane ) of creatin monohydrate + 100 g hug drug d ( - ane ) of saccharose + 1000 @DRUG$ hug drug d( - ane ) of alpha-lipoic acid for 5 mean solar day .	d the initial x , subjects ingested 20 g x d ( - 1 ) of creatine monohydrate , 20 g x d ( - 1 ) of creatine monohydrate + 100 g x 100 ( - 1 ) of sucrose , or 20 g x @DRUG$ ( - 1 ) of creatine monohydrate + After g x d ( - 1 1 alpha-lipoic sucrose + 1000 @DRUG$ biopsy d( - ) ) of of acid for 5 days .	After the initial biopsy , subjects ingested 20 g x d ( - 1 ) creatine monohydrate 20 g x d ( - 1 ) of creatine monohydrate + 100 g x d ( ) of sucrose , or 20 g x @DRUG$ ( - 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of + 1000 @DRUG$ x - 1 ) of alpha-lipoic acid for days	Subjects who ingested 20 g x d ( - 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose had a significantly greater increase in muscle creatine content than those who ingested 20 g x d ( - 1 ) of creatine monohydrate or 20 g x @DRUG$	1
0	Using the CL(H) predicted from the in vitro data, the compounds could be classified into three different categories: high-clearance drugs (>70% liver blood flow; amodiaquine, praziquantel, albendazole, thiabendazole), low-clearance drugs (<30% liver blood flow; chloroquine, dapsone, diethylcarbamazine, pentamidine, primaquine, pyrantel, @DRUG$, @DRUG$) and intermediate clearance drugs (artemisinin, artesunate, quinine).	Using the CL ( henry ) predicted from the in vitro data , the compounds could be classified into terzetto dissimilar class : high- clearance drugs ( > seventy % liver colored line of descent flow ; amodiaquine , praziquantel , albendazole , thiabendazole ) , low-clearance drugs ( < xxx % liver colored line of descent flow ; chloroquine , dapsone , diethylcarbamazine , pentamidine , primaquine , pyrantel , @DRUG$ , @DRUG$ ) and intermediate clearance drugs ( artemisinin , artesunate , quinine ) .	Using ; CL , H ) predicted from the in vitro data , the compounds , : classified into three different , pyrantel high- clearance drugs ( > 70 drugs liver blood flow ; amodiaquine , praziquantel , albendazole , thiabendazole ) categories low-clearance drugs ( < 30 % liver blood flow the chloroquine , dapsone ( diethylcarbamazine , pentamidine , primaquine , be , @DRUG$ could @DRUG$ ) and intermediate clearance % ( artemisinin , artesunate , quinine ) .	the CL ( H ) predicted from the in vitro data , the compounds could be classified into three different categories : high- clearance drugs ( > 70 % blood flow ; amodiaquine , praziquantel , albendazole , thiabendazole ) , low-clearance drugs ( < 30 % liver blood flow ; chloroquine , dapsone , diethylcarbamazine , pentamidine , primaquine , pyrantel , @DRUG$ , @DRUG$ ) and intermediate clearance drugs ( artemisinin , artesunate , quinine .	High-clearance drugs are those that are cleared from the body more quickly, while low-clearance drugs are those that are cleared more slowly. Intermediate clearance drugs fall somewhere in between.	1
0	The present study of midalcipran (@DRUG$ 2207), 1-phenyl-1-diethyl-aminocarbonyl-2-aminomethyl-@DRUG$(Z) hydrochloride, was undertaken to determine its biochemical profile.	The present study of midalcipran ( @DRUG$ 2207 ) , 1- phenyl-1-diethyl-aminocarbonyl-2-aminomethyl-@DRUG$ ( omega ) hydrochloride , was undertaken to decide its biochemical profile .	The present study 1- midalcipran ( @DRUG$ 2207 ) hydrochloride of phenyl-1-diethyl-aminocarbonyl-2-aminomethyl-@DRUG$ ( Z ) , , was undertaken to determine its biochemical profile .	The present study midalcipran ( 2207 ) 1- phenyl-1-diethyl-aminocarbonyl-2-aminomethyl-@DRUG$ ( Z ) hydrochloride , undertaken to determine biochemical profile .	The present study of midalcipran (@DRUG$), 1-phenyl-1-diethyl-aminocarbonyl-2-aminomethyl-@DRUG$ (Z) hydrochloride, was undertaken to determine its biochemical profile.	0
1	Coadministration of buspirone with verapamil, diltiazem, erythromycin and @DRUG$ substantially increased the plasma concentration of buspirone, whereas @DRUG$ and alprazolam had negligible effects.	Coadministration of buspirone with verapamil , diltiazem , erythrocin and @DRUG$ considerably increased the plasma concentration of buspirone , whereas @DRUG$ and alprazolam had negligible effects .	Coadministration of buspirone effects verapamil , diltiazem , erythromycin and @DRUG$ substantially increased with plasma concentration of buspirone , whereas @DRUG$ and alprazolam had negligible the .	Coadministration of buspirone with verapamil , diltiazem , erythromycin and @DRUG$ substantially increased the plasma concentration of buspirone , whereas @DRUG$ and alprazolam had negligible effects .	Coadministration of buspirone with verapamil , diltiazem , erythromycin and @DRUG$ substantially increased the plasma concentration of buspirone , whereas @DRUG$ and alprazolam had negligible effects ."This means that when buspir	0
0	Nintedanib, @DRUG$, @DRUG$, rogaratinib, fisogatinib, and PRN1371 are FGFR inhibitors lacking drug-enzyme crystal structures.	Nintedanib , @DRUG$ , @DRUG$ , rogaratinib , fisogatinib , and PRN1371 are FGFR inhibitors absent drug-enzyme crystal complex body part .	Nintedanib , @DRUG$ , @DRUG$ , rogaratinib and fisogatinib , , PRN1371 are FGFR inhibitors lacking drug-enzyme crystal structures .	Nintedanib , @DRUG$ @DRUG$ , rogaratinib , fisogatinib , and PRN1371 are FGFR inhibitors lacking drug-enzyme crystal structures .	Nintedanib, rogaratinib, and fisogatinib are FGFR inhibitors that have not been structurally characterized.	1
0	UGT2B7 exhibited an apparent @DRUG$(m) (72 microm) of the @DRUG$ order as the high-affinity human liver microsomal activity, which was inhibited by the UGT2B7 selective 'probe' fluconazole.	UGT2B7 exhibited an evident @DRUG$ ( mb ) ( 72 microm ) of the @DRUG$ order as the high - phylogenetic relation human liver microsomal activity , which was inhibited by the UGT2B7 selective ' probe ' fluconazole .	UGT2B7 exhibited UGT2B7 apparent @DRUG$ ( human ) ( 72 microm ) of the @DRUG$ order as the high - affinity liver m microsomal activity , which was inhibited by the an selective ' probe ' fluconazole .	UGT2B7 exhibited an apparent @DRUG$ m ) ( 72 microm ) of the @DRUG$ order as the high - affinity human liver activity , which was by the UGT2B7 selective ' probe ' fluconazole .	UGT2B7 exhibited an apparent high-affinity human liver microsomal activity for @DRUG$, which was inhibited by the UGT2B7 selective 'probe' fluconazole.	1
0	Analysis of the results of combination experiments suggested that the presumed competitive antagonists, (-)-APV and APH, share a common site of action @DRUG$ @DRUG$ antagonists, and that this site is distinct from that at which ketamine exerts its action.	Analysis of the results of combination experiments suggested that the presumed private enterprise antagonists , ( -) - APV and APH , share a usual site of action @DRUG$ @DRUG$ antagonists , and that this site is distinguishable from that at which ketamine exercise its action .	Analysis of action results of combination experiments suggested that the presumed competitive antagonists , ( -) - APV and APH , site and common share of action @DRUG$ @DRUG$ antagonists , a is this site that distinct from that at which ketamine exerts its the .	Analysis of the results of combination experiments suggested the presumed competitive antagonists , ( -) - APV and APH , share a common site of action @DRUG$ @DRUG$ antagonists , and that this site is distinct from that at which ketamine exerts its action	The site at which ketamine exerts its action is distinct from that at which ( -) - APV and APH share a common action.	1
0	FINDINGS: @DRUG$ expected, @DRUG$ and clonidine both produced dose-related decreases in blood pressure and heart rate but few subjective effects; naloxone increased opioid withdrawal signs and symptoms in a dose- and time-dependent fashion.	FINDINGS : @DRUG$ expected , @DRUG$ and catapres both produced dose-related decrease in blood coerce and heart rate but few subjective effects ; narcan increased opioid withdrawal signs and symptoms in a dose - and time - dependent fashion .	FINDINGS : @DRUG$ expected in @DRUG$ and clonidine both but dose-related time in blood pressure produced heart rate and few subjective effects ; naloxone increased opioid withdrawal signs and symptoms , a dose - and decreases - dependent fashion .	FINDINGS : @DRUG$ expected , @DRUG$ clonidine both produced decreases in blood pressure and heart rate subjective effects ; naloxone increased opioid withdrawal signs and symptoms in - and time - dependent fashion	@DRUG$ is expected to produce decreases in blood pressure and heart rate, while @DRUG$ is not expected to produce any subjective effects. Naloxone is expected to increase opioid withdrawal signs and symptoms.	0
0	Synovial fluid pharmacokinetics of @DRUG$, gamithromycin and @DRUG$ after a single subcutaneous dose in cattle.	Synovial fluid pharmacokinetics of @DRUG$ , gamithromycin and @DRUG$ after a individual subcutaneous dose in cattle .	Synovial cattle pharmacokinetics of @DRUG$ , gamithromycin and @DRUG$ after a single subcutaneous dose in fluid .	Synovial fluid pharmacokinetics @DRUG$ , gamithromycin and @DRUG$ after a single subcutaneous dose cattle .	The pharmacokinetics of @DRUG$ in synovial fluid after a single subcutaneous dose in cattle, as well as the pharmacokinetics of gamithromycin and @DRUG$ .	0
0	Final report on the safety assessment of @DRUG$, @DRUG$, Tocopheryl Linoleate, Tocopheryl Linoleate/Oleate, Tocopheryl Nicotinate, Tocopheryl Succinate, Dioleyl Tocopheryl Methylsilanol, Potassium Ascorbyl Tocopheryl Phosphate, and Tocophersolan.	Final describe on the base hit assessment of @DRUG$ , @DRUG$ , Tocopheryl Linoleate , Tocopheryl Linoleate / Oleate , Tocopheryl Nicotinate , Tocopheryl Succinate , Dioleyl Tocopheryl Methylsilanol , Potassium Ascorbyl Tocopheryl phosphate , and Tocophersolan .	, report on the safety assessment Ascorbyl @DRUG$ Final @DRUG$ , Tocopheryl Linoleate , Tocopheryl and / Oleate , Tocopheryl Nicotinate , Tocopheryl Succinate , Dioleyl Tocopheryl Methylsilanol , Potassium of Tocopheryl Phosphate , Linoleate Tocophersolan .	Final report on the safety of @DRUG$ , @DRUG$ , Tocopheryl Linoleate , Tocopheryl / Oleate , Tocopheryl Nicotinate , Tocopheryl Succinate , Tocopheryl Methylsilanol , Potassium Tocopheryl Phosphate and .	@DRUG$ is safe for use in combination with @DRUG$ .	0
0	Additionally, roxarsone inhibited both @DRUG$ release and uptake processes, consistent with the phosphate profiles during the biological phosphorus removal processes; whereas, @DRUG$ is more toxic to phosphorus uptake process, than release function.	to boot , roxarsone inhibited both @DRUG$ release and uptake processes , consistent with the phosphate profile during the biologic phosphorus removal processes ; whereas , @DRUG$ is more toxic to phosphorus uptake process , than release function .	Additionally , roxarsone inhibited both @DRUG$ release removal uptake processes , consistent with the whereas profiles during the biological phosphorus and processes ; phosphate process @DRUG$ is more toxic to phosphorus uptake , , than release function .	Additionally , inhibited both @DRUG$ release and processes , consistent with the phosphate profiles during biological phosphorus removal processes ; whereas , @DRUG$ is more toxic to phosphorus process , release function .	Roxarsone inhibited both the release and uptake of @DRUG$, consistent with the phosphate profiles during the biological phosphorus removal processes. @DRUG$ is more toxic to the uptake process than the release function.	0
1	A new liquid chromatography-tandem mass spectrometry (LC-MS/MS) method, performed by electrospray ionization in positive mode using a triple quadrupole mass spectrometry, has been developed and validated for the simultaneous determination of bortezomib (BORT), dasatinib (DASA), imatinib (IMAT), @DRUG$ (NILO), erlotinib (ERLO), lapatinib (LAPA), sorafenib (SORA), sunitinib (SUNI) and @DRUG$ (VAND) in human plasma.	A young liquid chromatography - tandem spate spectrum analysis ( LC - MS / MS ) method , do by electrospray ionization in positive mood habituate a triple quadrupole spate spectrum analysis , has been developed and validated for the simultaneous determination of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) , @DRUG$ ( NILO ) , erlotinib ( ERLO ) , lapatinib ( LAPA ) , sorafenib ( SORA ) , sunitinib ( SUNI ) and @DRUG$ ( VAND ) in homo blood plasma .	A new liquid chromatography - ) mass spectrometry ( LC ( MS / ) ionization method , performed by electrospray ) in positive mode using a triple quadrupole mass spectrometry , has been developed and validated for tandem simultaneous determination of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) , @DRUG$ ( NILO ) , erlotinib ( ERLO ) , lapatinib ( LAPA ) , sorafenib ( SORA ) , sunitinib human SUNI the and @DRUG$ - VAND MS in ( plasma .	new liquid chromatography - tandem mass spectrometry ( LC - MS / MS ) method , performed by electrospray ionization in positive mode triple quadrupole mass spectrometry , has been developed and validated for the simultaneous determination of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) , @DRUG$ ( NILO ) , erlotinib ( ERLO , lapatinib ( ) , sorafenib ( SORA ) , sunitinib ( SUNI ) and @DRUG$ ( VAND in human .	A new liquid chromatography - tandem mass spectrometry ( LC - MS / MS ) method has been developed and validated for the simultaneous determination of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) , @DRUG$	1
0	The biotin-streptavidin system is the strongest noncovalent biological interaction known, having a dissociation constant, @DRUG$(@DRUG$), in the order of 4x10(-14) M.	The biotin-streptavidin organization is the unattackable noncovalent biological interaction known , having a dissociation unvarying , @DRUG$ ( @DRUG$ ) , in the order of 4x10 ( - 14 ) M.	The biotin-streptavidin system is strongest , noncovalent having interaction known , biological a dissociation constant the @DRUG$ ( @DRUG$ ) , in the order of 4x10 ( - 14 ) M.	The biotin-streptavidin system is the strongest noncovalent biological interaction known , having a dissociation @DRUG$ ( @DRUG$ ) , in the order of 4x10 ( - ) M.	The biotin-streptavidin system is incredibly strong, with a dissociation constant of 4x10 (-14) M.	1
0	Only rocaglamide type compounds showed significant inhibition of [3H-]thymidine incorporation and the most active compound didesmethylrocaglamide inhibited cell growth in a similar concentration range @DRUG$ the well-known anticancer drug @DRUG$ sulfate.	Only rocaglamide type compounds showed significant inhibition of [ 3H - ] thymidine internalization and the most active compound didesmethylrocaglamide inhibited cell ontogeny in a similar concentration range @DRUG$ the well - sleep with anticancer drug @DRUG$ sulfate .	Only rocaglamide type compounds showed significant inhibition of [ 3H inhibited compound thymidine range and the most active ] didesmethylrocaglamide - cell growth in a similar concentration incorporation @DRUG$ the well - known anticancer drug @DRUG$ sulfate .	Only rocaglamide type compounds showed significant of [ 3H - ] thymidine incorporation and the most active compound didesmethylrocaglamide inhibited cell growth in a similar concentration range @DRUG$ the well - known anticancer drug @DRUG$ sulfate .	Only rocaglamide type compounds showed significant inhibition of [ 3H - ] thymidine incorporation and the most active compound didesmethylrocaglamide inhibited cell growth in a similar concentration range to the well - known anticancer drug @DRUG$ sulfate .	1
0	Atorvastatin is subject to metabolism by CYP3A4 and cellular membrane transport by OATP C and P-glycoprotein, and drug-drug interactions with potent inhibitors of these systems, such @DRUG$ itraconazole, nelfinavir, ritonavir, @DRUG$, fibrates, erythromycin and grapefruit juice, have been demonstrated.	Atorvastatin is subject to metabolism by CYP3A4 and cellular membrane transport by OATP atomic number  and P-glycoprotein , and drug-drug interactions with stiff inhibitor of these scheme , such @DRUG$ itraconazole , nelfinavir , ritonavir , @DRUG$ , fibrates , erythromycin and grapefruit juice , have been demonstrated .	Atorvastatin is subject to metabolism by CYP3A4 cellular , membrane transport by interactions C and P-glycoprotein , and drug-drug OATP with potent inhibitors of these systems , such @DRUG$ itraconazole and nelfinavir , juice , @DRUG$ , fibrates , erythromycin and grapefruit ritonavir , have been demonstrated .	Atorvastatin is subject to metabolism by CYP3A4 and cellular membrane transport by OATP C and P-glycoprotein , and drug-drug with of these systems , such @DRUG$ itraconazole , nelfinavir , ritonavir , @DRUG$ , fibrates , erythromycin and grapefruit juice , have been demonstrated .	Atorvastatin is subject to metabolism by CYP3A4 and cellular membrane transport by OATP C and P-glycoprotein . @DRUG$ itraconazole , nelfinavir , ritonavir , fibrates , erythromycin and	1
0	In this study we examined whether @DRUG$ could protect against Cisplatin induced neurite inhibition in PC12 cells @DRUG$ an indication of the potential to protect against neuropathy.	In this study we canvas whether @DRUG$ could protect against Cisplatin induced neurite inhibition in PC12 jail cell @DRUG$ an indication of the potential to protect against neuropathy .	In this neuropathy whether examined we @DRUG$ could protect against Cisplatin induced neurite inhibition in PC12 cells @DRUG$ an indication of the potential to protect against study .	In this study we examined whether @DRUG$ could protect against Cisplatin induced neurite inhibition in PC12 cells @DRUG$ an indication of the potential to protect against neuropathy .	@DRUG$ may protect against @DRUG$-induced neuropathy.	0
0	@DRUG$ at concentrations of as low @DRUG$ 0.01 mM inhibited the proteolytic degradation of both substrates by more than 50%.	@DRUG$ at concentrations of as low @DRUG$ 0.01 mM inhibit the proteolytic debasement of both substrates by more than 50 % .	@DRUG$ than concentrations of as low @DRUG$ 0.01 mM inhibited the substrates degradation of both proteolytic by more at 50 % .	@DRUG$ at concentrations of as low @DRUG$ 0.01 mM inhibited the proteolytic degradation of both substrates by more than 50 % .	@DRUG$ inhibits the proteolytic degradation of both substrates by more than 50 % .	1
0	In an in vivo study, itopride (30 mg/kg), cisapride (1.5 mg/kg), or @DRUG$ (3 @DRUG$/kg) was orally administered to male rats with or without oral pretreatment with ketoconazole (120 mg/kg) twice daily for 2 days.	inch an in vivo study , itopride ( 30 mg / kg ) , cisapride ( 1.5 mg / kg ) , or @DRUG$ ( 3 @DRUG$ / kg ) was orally administered to male rats with or without viva pretreatment with ketoconazole (  mg / kg ) twice day after day for two days .	In an in vivo study , itopride ( 30 mg / mg ) , kg ( 1.5 kg ) kg ) , 2 @DRUG$ ( 3 @DRUG$ / kg ) was orally administered to male rats or with without oral pretreatment with ketoconazole ( 120 mg / cisapride / twice daily for or days .	In an vivo study , itopride ( 30 mg kg , ( 1.5 mg / kg ) , or @DRUG$ ( 3 @DRUG$ / kg ) was orally administered to male rats with without oral pretreatment with ketoconazole ( 120 mg / ) twice daily for 2 days .	In an in vivo study, itopride (30 mg/kg), cisapride (1.5 mg/kg), or @DRUG$ (3 @DRUG$/kg) was orally administered to male rats with or without oral pretreatment with ketoconazole (120 mg/kg	0
0	In clinical trials, zopiclone (usually 7.5 @DRUG$) improved sleep in chronic insomniacs similarly to @DRUG$ 5 mg, flurazepam 15 to 30 mg, triazolam 0.5 mg and temazepam 20 mg, but in a single study was slightly less effective than flunitrazepam 2 mg in some evaluation criteria.	In clinical run , zopiclone ( unremarkably 7.5 @DRUG$ ) improved sleep in chronic insomniacs similarly to @DRUG$ 5 mg , flurazepam 15 to  mg , triazolam 0.5 mg and temazepam 20 mg , but in a single study was slimly less effective than flunitrazepam 2 mg in some evaluation criterion .	In clinical trials , zopiclone ( usually 7.5 @DRUG$ ) improved sleep in chronic to similarly insomniacs @DRUG$ criteria mg , flurazepam 15 to 0.5 mg , triazolam 30 study and temazepam 20 mg , but in a single mg was slightly less some than flunitrazepam 2 mg in effective evaluation 5 .	In clinical trials , zopiclone ( usually 7.5 @DRUG$ improved sleep in chronic insomniacs similarly to @DRUG$ 5 mg , flurazepam 15 to 30 mg , triazolam 0.5 mg and temazepam 20 mg , but in a study less effective than flunitrazepam 2 mg in evaluation criteria .	Zopiclone (usually 7.5 mg) improved sleep in chronic insomniacs similarly to 5 mg of @DRUG$, 15 to 30 mg of flurazepam, 0.5 mg of triazolam, and 20 mg of temazepam, but in	1
0	In patients with obesity and high cardiovascular risk, @DRUG$ was considered neutral and @DRUG$ was considered favorable, whereas inconclusive results were obtained for naltrexone/bupropion.	indium patients with obesity and high cardiovascular risk , @DRUG$ was considered neutral and @DRUG$ was considered favorable , whereas inconclusive results were incur for naltrexone / bupropion .	, patients with obesity and high cardiovascular risk In @DRUG$ was considered neutral and @DRUG$ was considered naltrexone , whereas inconclusive results were obtained for favorable / bupropion .	In patients with obesity and high cardiovascular risk , @DRUG$ was considered and @DRUG$ was considered favorable , whereas results were for naltrexone / .	In patients with obesity and high cardiovascular risk, @DRUG$ was considered to have no effect, while @DRUG$ was considered to be beneficial, but inconclusive results were obtained for naltrexone/bupropion.	0
0	@DRUG$, a synthetic agonist of gonadotrophin-releasing hormone (GnRH) [luteinising hormone-releasing hormone (LH-RH); @DRUG$] appears likely to join the other GnRH analogues currently used in a range of conditions reliant on gonadotrophins or sex hormones.	@DRUG$ , a synthetic agonist of gonadotrophin-releasing hormone ( GnRH ) [ luteinising hormone - releasing hormone ( LH - releasing factor ) ; @DRUG$ ] come along probable to join the other GnRH analogues currently used in a range of conditions reliant on gonadotrophins or sexual urge hormones .	@DRUG$ , a synthetic agonist of GnRH hormone ( GnRH ) [ luteinising hormone - gonadotrophin-releasing hormone ( LH - RH ) ; @DRUG$ ] appears likely on join the other releasing analogues currently used in a range of conditions to reliant gonadotrophins or sex hormones .	@DRUG$ , a synthetic agonist of gonadotrophin-releasing hormone ( GnRH ) [ luteinising hormone - releasing hormone ( LH - RH ) ; @DRUG$ ] appears likely to join the other GnRH analogues currently in a range conditions reliant on gonadotrophins or sex hormones .	@DRUG$ is a synthetic drug that mimics the effects of gonadotrophin-releasing hormone (GnRH), and is likely to be used in the same way as other GnRH analogues currently are, in conditions that rely on gonadotrophins or sex hormones.	1
0	CONCLUSIONS: @DRUG$ was extensively metabolized following oral administration, and about 70% of the administered dose is recovered in urine in 96 h @DRUG$ niacin, NUA, MNA, NNO, NAM and 2PY.	conclusion : @DRUG$ was extensively metabolized following oral administration , and about 70 % of the administered battery acid is recovered in urine in ninety six h @DRUG$ niacin , NUA , MNA , NNO , NAM and 2PY .	and : @DRUG$ was extensively metabolized following oral administration , and about in % of the administered dose is recovered in urine 70 , h @DRUG$ niacin , NUA , MNA 96 NNO , NAM CONCLUSIONS 2PY .	CONCLUSIONS : @DRUG$ was extensively metabolized following oral administration , and about % of administered is recovered in urine in 96 h @DRUG$ niacin , NUA , MNA , NNO , NAM and 2PY .	@DRUG$ was extensively metabolized following oral administration , and about 70 % of the administered dose is recovered in urine in 96 h. @DRUG$ niacin , NUA , MNA , NNO , NAM and 2PY .	0
0	@DRUG$ dihydrochloride administered 10 minutes prior to injection of interleukin-2 also had no effect on @DRUG$ kinetics.	@DRUG$ dihydrochloride administered 10 minutes prior to injection of interleukin - deuce besides had no effect on @DRUG$ kinetics .	@DRUG$ dihydrochloride administered - minutes also to injection of interleukin 10 2 prior had no effect on @DRUG$ kinetics .	@DRUG$ dihydrochloride administered 10 minutes prior to injection of interleukin - 2 also had no effect on @DRUG$ kinetics .	@DRUG$ does not seem to affect the kinetics of @DRUG$.	0
1	Several SGLT2 inhibitors are already available in many countries (@DRUG$, canagliflozin, empagliflozin) and in Japan (ipragliflozin, @DRUG$).	respective SGLT2 inhibitors are already available in many country ( @DRUG$ , canagliflozin , empagliflozin ) and in Japan ( ipragliflozin , @DRUG$ ) .	Several SGLT2 available are , inhibitors in many countries ( @DRUG$ , canagliflozin , empagliflozin ) and in Japan ( ipragliflozin already @DRUG$ ) .	Several SGLT2 inhibitors are already available ( @DRUG$ , canagliflozin , empagliflozin ) in Japan ( ipragliflozin , @DRUG$ ) .	Several SGLT2 inhibitors are already available in many countries (@DRUG$, canagliflozin, empagliflozin) and in Japan (ipragliflozin, @DRUG$).	0
0	Following administration of 500 @DRUG$ the areas were: 2325 (389) nmol/l, 1793 (312) nmol/l, 1778 (239) nmol/l, 1178 (209) nmol/@DRUG$, and 556 (89) nmol/l for Gestapuran, Leo formulation A (P = n.s.), Leo formulation B (P = n.s.), Provera (P less than 0.001), and Lutopolar (P less than 0.001), respectively.	Following administration of d @DRUG$ the orbit were : 2325 ( 389 ) nmol/l , 1793 ( 312 ) nmol/l , 1778 ( 239 ) nmol/l , 1178 ( 209 ) nmol / @DRUG$ , and 556 ( eighty nine ) nmol / l for Gestapuran , Leo formulation antiophthalmic factor ( p = n.s. ) , Leo formulation B ( p = n.s. ) , medroxyprogesterone ( p lupus erythematosus than 0.001 ) , and Lutopolar ( p lupus erythematosus than 0.001 ) , severally .	Following administration of 500 @DRUG$ the for 389 : 2325 ( were ) nmol/l n.s. 1793 ( 312 ) ( , 1778 ( 239 ) nmol/l , 1178 ( 209 ( nmol / @DRUG$ , and 556 ) = ) nmol / l areas ) , Leo formulation A ( P 89 n.s. ) , Leo formulation B ( P = , ) , Provera nmol/l than less P 0.001 ) , and Lutopolar ( P less than 0.001 Gestapuran , respectively .	Following administration 500 @DRUG$ the were : 2325 ( 389 ) nmol/l , 1793 ( 312 ) nmol/l , 1778 ( 239 nmol/l , 1178 209 ) nmol / @DRUG$ , and 556 89 nmol / l for Gestapuran , formulation A ( P ) , Leo formulation B ( P = n.s. , Provera ( P less than 0.001 ) , ( less than 0.001 ) , .	Following administration of 500 @DRUG$, the areas were: 2325 (389) nmol/l, 1793 (312) nmol/l, 1778 (239) nmol/l, 1178 (209) nmol/l for Gestapuran, Leo formulation A (	1
0	While tolterodine and 5-HMT have similar antimuscarinic activity, the logD value, a determinant of lipophilicity and permeability across biological interfaces such as the gut wall and blood-brain barrier, is considerably lower for 5-@DRUG$ (0.74) versus @DRUG$ (1.83).	While tolterodine and 5 - HMT have similar antimuscarinic bodily process , the logD value , a epitope of lipophilicity and permeableness across biological interfaces such as the gut wall and blood-brain barrier , is well lower for 5 - @DRUG$ ( 0.74 ) versus @DRUG$ ( 1.83 ) .	While tolterodine and 5 - HMT have similar antimuscarinic activity , the logD value , a determinant lipophilicity of versus permeability across biological interfaces such as the gut wall blood-brain barrier and , is considerably lower for 5 - @DRUG$ ( 0.74 ) and @DRUG$ ( 1.83 ) .	and 5 - HMT have similar antimuscarinic activity , the logD , a determinant of lipophilicity and permeability across biological interfaces such as gut wall and blood-brain barrier , considerably lower for 5 - @DRUG$ ( 0.74 ) @DRUG$ ( 1.83 ) .	Tolterodine and 5-HMT have similar antimuscarinic activity, but 5-@DRUG$ is considerably less lipophilic and permeable across biological interfaces than @DRUG$.	0
1	To determine the effect of add-on Quinacrine (Qn) treatment on serum BAFF levels and the effect of this treatment on SLE disease activity index (SLEDAI), antidsDNA and anticardiolipin (aCL) antibody levels, we treated 29 stable SLE patients, who were maintained on @DRUG$ and hydroxychloroquine and in some on @DRUG$ (AZT), with additional Qn (100 mg/d) with an aim to further reduce disease activity.	To determine the effect of supply - on Quinacrine ( Qn ) treatment on blood serum BAFF levels and the effect of this treatment on systemic lupus erythematosus disease activity exponent ( SLEDAI ) , antidsDNA and anticardiolipin ( aCL ) antibody levels , we treated 29 stable systemic lupus erythematosus patients , who were exert on @DRUG$ and plaquenil and in some on @DRUG$ ( azt ) , with additional Qn ( 100 milligram / d ) with an aim to further reduce disease activity .	reduce determine the effect of add - on Quinacrine ( ( antidsDNA with on serum BAFF levels and the effect of this treatment SLE SLE disease to index ( SLEDAI ) , ) and anticardiolipin ( aCL ) antibody levels with we in 29 stable on patients , who were maintained on @DRUG$ and hydroxychloroquine and treated some on @DRUG$ Qn AZT ) , , additional Qn ( 100 mg / d ) treatment an aim activity further To disease activity .	To determine the of add - on Quinacrine Qn ) treatment on serum levels and the effect of this on SLE disease activity ( SLEDAI ) , antidsDNA and anticardiolipin ( aCL ) antibody levels , we treated stable patients , who were maintained on @DRUG$ and hydroxychloroquine and in some on @DRUG$ ( ) , with additional Qn 100 mg / d ) an aim further reduce disease activity .	We treated 29 stable SLE patients, who were maintained on @DRUG$ and hydroxychloroquine and in some on @DRUG$ (AZT), with additional Qn (100 mg/d) with an aim to further reduce disease activity.	0
0	A second study in elderly patients found decreases in LPS with @DRUG$ 4 mg (P < 0.001) and 8 @DRUG$ (P < 0.01), as well as significant increases in TST (P < 0.05 and P < 0.01, respectively).	A second base study in older patients see decreases in LPS with @DRUG$ four mg ( P < 0.001 ) and 8 @DRUG$ ( P < 0.01 ) , as well as significant increases in TST ( P < 0.05 and P < 0.01 , respectively ) .	significant 0.05 study in elderly patients found decreases in ) with @DRUG$ second mg ( P < 0.001 ) and 8 @DRUG$ ( P < 0.01 LPS , as well as A increases in TST ( P < 4 and P < 0.01 , respectively ) .	A second study in elderly patients decreases in LPS with @DRUG$ mg P < 0.001 and 8 @DRUG$ ( P < 0.01 , as well as increases in ( P < 0.05 and P < 0.01 , respectively ) .	A second study in elderly patients found decreases in LPS with @DRUG$ 4 mg ( P < 0.001 ) and 8 mg ( P < 0.01 ) , as well as significant increases in TST ( P < 0.05 and P < 0.01 , respectively ) .	1
0	Six subjects with normal liver function (Group 1) and 7 patients with liver dysfunction (Group 2; mean ICGR15 value 30.5 (5.2)%; range 16 to 56) received a single oral dose of 1 @DRUG$ @DRUG$, a prodrug-type ACE inhibitor, with preferentially excreted by the biliary route.	Six subjects with rule liver function ( mathematical group 1 ) and 7 affected role with liver dysfunction ( mathematical group 2 ; mean ICGR15 appraise 30.5 ( 5.2 ) % ; range 16 to 56 ) incur a single oral dose of 1 @DRUG$ @DRUG$ , a prodrug-type ACE inhibitor , with preferentially excreted by the biliary route .	Six subjects with normal range function ( Group 1 ) and 7 with with liver dysfunction ( Group 2 ; mean ICGR15 value 30.5 ( 5.2 ) patients ; liver 56 to 16 ) received a single oral dose of 1 @DRUG$ @DRUG$ excreted a prodrug-type ACE inhibitor , % preferentially , by the biliary route .	Six subjects normal function ( Group 1 and 7 patients liver dysfunction ( 2 ; mean ICGR15 value 30.5 ( 5.2 ) ; range 16 to 56 ) a single dose of 1 @DRUG$ @DRUG$ , a prodrug-type ACE inhibitor , with preferentially excreted biliary route	Group 1" refers to six subjects with normal liver function, while "Group 2" refers to seven patients with liver dysfunction. All subjects received a single oral dose of 1 @DRUG$ @DRUG$, which is a prodrug-type ACE inhibitor that is preferentially excreted by the	0
0	Fluvoxamine does not have an asymmetric carbon in its structure (@DRUG$. 1) and therefore does not exist @DRUG$ optical isomers.	Fluvoxamine does not have an asymmetrical carbon in its structure ( @DRUG$ . 1 ) and therefore does not exist @DRUG$ visual isomers .	Fluvoxamine does not have an asymmetric . its in structure ( @DRUG$ carbon 1 ) and therefore does not exist @DRUG$ optical isomers .	Fluvoxamine does not have an asymmetric carbon in structure ( @DRUG$ . 1 ) and therefore does not exist @DRUG$ optical isomers .	Fluvoxamine does not have an asymmetric carbon in its structure (@DRUG$.1) and therefore does not exist as optical isomers.	1
0	A double-blind, randomized clinical trial was performed in which general practitioners and psychiatrists compared fixed doses of escitalopram (20 @DRUG$/day) with @DRUG$ (40 mg/day) over 8 weeks in outpatients with major depressive disorder (MDD) [baseline Montgomery-Asberg Depression Rating Scale (MADRS) score > or =30].	A double- blind , randomized clinical trial was performed in which general practitioners and psychiatrist compared frozen doses of escitalopram ( 20 @DRUG$ / day ) with @DRUG$ (  atomic number  / day ) over 8 calendar week in outpatients with major depressive disorder ( MDD ) [ baseline bernard law montgomery - Asberg Depression Rating Scale ( MADRS ) score > or =30 ] .	A double- blind or randomized clinical trial was performed MDD which general practitioners and psychiatrists compared fixed doses of escitalopram weeks 20 @DRUG$ / day ) depressive @DRUG$ ( 40 mg / day ) over 8 ( in outpatients with major with - ( Depression ) [ baseline Montgomery disorder Asberg in Rating Scale ( MADRS ) score > , =30 ] .	A double- blind , randomized clinical trial was performed in which general and psychiatrists compared fixed doses escitalopram ( 20 @DRUG$ / day ) with @DRUG$ ( 40 mg / day ) over 8 weeks in outpatients with depressive ( MDD ) [ Montgomery Asberg Depression Rating Scale ( MADRS ) score > =30 ] .	A double- blind , randomized clinical trial was performed in which general practitioners and psychiatrists compared fixed doses of escitalopram ( 20 mg / day ) with @DRUG$ ( 40 mg / day ) over 8 weeks in outpatients with major depressive disorder ( MDD ) [ baseline Montgomery - As	1
0	The pyridine form of unchanged @DRUG$ and the N-debenzylated product were observed @DRUG$ minor metabolites.	The pyridine form of unchanged @DRUG$ and the N-debenzylated intersection were observed @DRUG$ minor metabolites .	The pyridine form of the @DRUG$ and unchanged N-debenzylated product were observed @DRUG$ minor metabolites .	The form of unchanged @DRUG$ and were observed @DRUG$ minor metabolites .	@DRUG$ is converted into the pyridine form, and then into the N-debenzylated product.	1
0	This diversity needs to be recognized as a factor in responses to drugs such @DRUG$ @DRUG$ and doxorubicin.	This diversity needs to be pick out as a factor in responses to drugs such @DRUG$ @DRUG$ and doxorubicin .	This diversity and to be recognized as a factor in responses to drugs such @DRUG$ @DRUG$ needs doxorubicin .	This needs to be recognized as a factor in responses to drugs such @DRUG$ @DRUG$ and doxorubicin .	The diversity between @DRUG$ and @DRUG$ needs to be recognized when considering how the two drugs might respond to one another.	0
1	CONCLUSIONS: There are limited pharmacokinetic data for the use of carbamazepine, levetiracetam, lidocaine, @DRUG$, topiramate, valproic acid, and @DRUG$ for neonates with seizures refractory to treatment with first-line antiepileptic agents.	CONCLUSIONS : There are fix pharmacokinetic data for the practice of carbamazepine , levetiracetam , lidocaine , @DRUG$ , topiramate , valproic acid , and @DRUG$ for newborn with seizures refractory to treatment with first-line antiepileptic agents .	of : There are limited pharmacokinetic data for the use CONCLUSIONS carbamazepine , levetiracetam , lidocaine , @DRUG$ , topiramate , valproic acid , and @DRUG$ for neonates with seizures refractory to treatment with first-line antiepileptic agents .	CONCLUSIONS : There are limited pharmacokinetic for the use of carbamazepine levetiracetam , lidocaine , @DRUG$ topiramate , valproic acid , and @DRUG$ for neonates with seizures refractory to treatment with first-line antiepileptic .	There is limited information on how well carbamazepine, levetiracetam, lidocaine, @DRUG$, topiramate, valproic acid, and @DRUG$ work in newborns with seizures that haven't responded to first-line antiepileptic drugs.	0
0	The later, including desogestrel (DSG) and its derivative etonogestrel, @DRUG$ (GES) and norgestimate (@DRUG$), have been referred to as third-generation progestins.	The recent , admit desogestrel ( DSG ) and its derivative instrument etonogestrel , @DRUG$ ( GES ) and norgestimate ( @DRUG$ ) , have been referred to as third - generation progestins .	The later have including desogestrel ( DSG and ) its derivative etonogestrel , @DRUG$ ( third ) and norgestimate ( @DRUG$ ) , , been referred to as GES - generation progestins .	The later , including desogestrel DSG ) and its derivative etonogestrel , @DRUG$ ( GES ) and norgestimate ( @DRUG$ ) , have been referred to as third - generation progestins .	@DRUG$ is a third-generation progestin, while @DRUG$ is a second-generation progestin.	0
0	Their effects were also abolished by pretreatment with the @DRUG$ synthesis inhibitor @DRUG$-chlorophenylalanine (PCPA; 200 mg/kg; with desmethylimipramine given beforehand to protect noradrenergic nerves and enhance 5-HT depletion).	Their effects were also get rid of by pretreatment with the @DRUG$ deduction inhibitor @DRUG$ - chlorophenylalanine ( PCPA ; 200 milligram / kg ; with desmethylimipramine given beforehand to protect noradrenergic nerves and enhance 5 - HT depletion ) .	noradrenergic effects / also abolished by pretreatment with the @DRUG$ synthesis inhibitor @DRUG$ - chlorophenylalanine ( PCPA ; 200 mg were kg ; with desmethylimipramine given beforehand Their protect to nerves and enhance 5 - HT depletion ) .	Their also abolished by pretreatment with the @DRUG$ inhibitor @DRUG$ - chlorophenylalanine ( PCPA ; 200 mg / kg ; with desmethylimipramine given beforehand to protect noradrenergic nerves and enhance 5 - HT depletion ) .	The effects of @DRUG$ were abolished by pretreatment with the @DRUG$ synthesis inhibitor DRUGB.	0
0	By contrast, with the exception of elevated 13-cis-retinoic acid in one group (21.6 @DRUG$/d, @DRUG$ dispersible powder), the concentrations of all-trans-retinoic acid, and the oxo-derivatives or retinoic acid were not significantly affected by b-carotene supplementation.	By counterpoint , with the exception of elevated 13 - cis-retinoic bitter in unmatchable group ( 21.6 @DRUG$ /d , @DRUG$ dispersible powder ) , the concentrations of all- trans-retinoic bitter , and the oxo-derivatives or retinoic bitter were not significantly affected by b-carotene subjunction .	By contrast , with the exception of elevated 13 - supplementation acid b-carotene , group ( 21.6 @DRUG$ /d , @DRUG$ dispersible powder ) one the concentrations of all- trans-retinoic acid , and the oxo-derivatives or retinoic acid in not significantly affected by were cis-retinoic .	By contrast , with exception of elevated 13 - cis-retinoic acid in one group ( 21.6 @DRUG$ /d , @DRUG$ dispersible powder , the concentrations of trans-retinoic acid , and the oxo-derivatives or retinoic acid were not significantly affected by b-carotene supplementation .	Except for one group that had higher levels of 13-cis-retinoic acid, the concentrations of all-trans-retinoic acid and the oxo-derivatives of retinoic acid were not significantly affected by b-carotene supplementation.	1
0	Comparative studies of up to 3 months' duration suggest that nicorandil is equivalent in efficacy to @DRUG$ dinitrate, propranolol, @DRUG$, nifedipine or diltiazem in the treatment of stable angina.	comparative degree studies of up to 3 months ' duration suggest that nicorandil is equivalent in efficaciousness to @DRUG$ dinitrate , propranolol , @DRUG$ , nifedipine or diltiazem in the discourse of stable angina .	in studies Comparative up to 3 months ' duration suggest that nicorandil is equivalent in , to @DRUG$ dinitrate , propranolol , @DRUG$ efficacy nifedipine or diltiazem of the treatment of stable angina .	Comparative studies of up to 3 months duration suggest that nicorandil is equivalent in @DRUG$ dinitrate , propranolol , @DRUG$ , nifedipine or in the treatment of stable angina .	Nicorandil is as effective as @DRUG$ dinitrate, propranolol, @DRUG$, nifedipine, or diltiazem in the treatment of stable angina.	0
0	There are several compounds that are at different developmental stages in the pipeline to counter HIV entry, among them: (i) the attachment inhibitor dextrin-2-@DRUG$; (ii) the inhibitors of the glycoprotein (gp) 120/CD4 interaction PRO 542, TNX 355 and BMS 488043; (iii) the co-receptor inhibitors subdivided in those targeting CCR5 (SCH 417690 [SCH D], UK 427857 GW 873140, PRO 140, TAK 220, AMD 887) and those targeting CXCR4 (@DRUG$ 070, KRH 2731); and (iv) the fusion inhibitors enfuvirtide (T-20) and tifuvirtide (T-1249).	at that place are several compounds that are at different developmental stages in the line to counter hiv entry , among them : ( i ) the attachment inhibitor dextrin - 2 - @DRUG$ ; (  ) the inhibitors of the glycoprotein ( gp )  / cluster of differentiation  fundamental interaction PRO 542 , TNX 355 and BMS 488043 ; ( iii ) the co-receptor inhibitors subdivided in those targeting CCR5 ( SCH 417690 [ SCH cholecalciferol ] , UK 427857 GW 873140 , PRO 140 , TAK 220 , amd 887 ) and those targeting CXCR4 ( @DRUG$ 070 , KRH 2731 ) ; and ( foursome ) the spinal fusion inhibitors enfuvirtide ( T- xx ) and tifuvirtide ( T-1249 ) .	There are several compounds that are at ) ( stages in the pipeline to counter HIV entry , among them : ( i ) the attachment inhibitor dextrin - 2 - @DRUG$ ; , ii ) the inhibitors of the glycoprotein developmental gp ) 120 / CD4 interaction PRO 542 , TNX , and BMS GW ; ) iii ( the co-receptor inhibitors subdivided in those targeting CCR5 ( SCH 417690 [ SCH D AMD ( UK 427857 488043 873140 , PRO 140 355 TAK 220 , ] 887 different ( those targeting CXCR4 ( @DRUG$ 070 , KRH 2731 ) ; ) ( iv and the ( inhibitors enfuvirtide and T- 20 ) ) tifuvirtide fusion T-1249 and .	There are several compounds are at developmental stages in the pipeline to counter HIV entry , among them ( i ) the attachment inhibitor dextrin - 2 - @DRUG$ ; ( ii ) the inhibitors of the glycoprotein ( gp ) 120 / interaction PRO 542 , TNX 355 and BMS 488043 ; ( iii ) co-receptor inhibitors subdivided in those targeting CCR5 ( SCH 417690 [ SCH D , UK 427857 GW 873140 , PRO , TAK 220 , AMD 887 ) and those targeting CXCR4 ( @DRUG$ 070 , KRH 2731 ) and ( iv ) the fusion inhibitors enfuvirtide ( T- 20 ) tifuvirtide ( T-1249 ) .	There are several compounds that are at different developmental stages in the pipeline to counter HIV entry. These include the attachment inhibitor dextrin-2-@DRUG$, the inhibitors of the glycoprotein (gp) 120/CD4 interaction PRO 542, TNX 355 and BMS 4880	1
0	In trial 1, using an up-down method, MAC was determined daily after 4 min of exposure to MS-222 for which the starting concentration was 160 @DRUG$/@DRUG$.	In trial 1 , apply an up-down method acting , MAC was determined daily after 4 min of exposure to MS - 222 for which the starting assiduousness was 160 @DRUG$ / @DRUG$ .	In trial 1 , using an up-down method , MAC after determined daily was 4 min of exposure to / - 222 MS which the starting concentration was 160 @DRUG$ for @DRUG$ .	In trial 1 , using up-down method , MAC was determined daily after 4 min of exposure to MS - 222 for which the starting concentration was 160 @DRUG$ / @DRUG$ .	The concentration of @DRUG$ required to achieve a given degree of anesthesia (MAC) was determined after 4 minutes of exposure to MS-222 for which the starting concentration was 160 DRUGA / @DRUG$ .	0
0	Doses of 100 and 500 mg/kg/day caused a decrease in testicular weight and in LH, GnRH and glutamate levels, in prepubertal rats (15-day-old specimens), and an increase in, gonadotropin (@DRUG$ and @DRUG$) con-centration and aspartate levels in peripubertal rats (30-day-old specimens), without changes in testicular weight.	Doses of 100 and 500 mg / kilo / twenty four hour period stimulate a decrease in testicular burden and in luteinizing hormone , GnRH and glutamate levels , in prepubertal rats ( 15 - twenty four hour period - old specimens ) , and an increase in , gonadotrophic hormone ( @DRUG$ and @DRUG$ ) con-centration and aspartate levels in peripubertal rats (  - twenty four hour period - old specimens ) , without changes in testicular burden .	Doses of 100 ( without mg levels kg , day caused a decrease in testicular weight and in LH , GnRH and levels / , in prepubertal rats ( 15 - day - old ) ) , and an increase in / gonadotropin ( @DRUG$ and @DRUG$ ) con-centration and aspartate glutamate in peripubertal rats and 30 - day - old specimens specimens , 500 changes in testicular weight .	Doses 100 and 500 mg / kg / caused a decrease in testicular weight and in LH , GnRH and glutamate , in prepubertal rats ( 15 - day - old specimens ) , and an increase in gonadotropin ( @DRUG$ @DRUG$ and levels in peripubertal rats ( 30 - day - old specimens ) , without changes in testicular weight	Doses of 100 and 500 mg / kg / day caused a decrease in testicular weight and in LH , GnRH and glutamate levels , in prepubertal rats ( 15 - day - old specimens ) , and an increase in , gonadotropin ( @DRUG$ and @DRUG$	0
0	These results indicate that the sensitizing actions of PGE2 @DRUG$ measured by enhanced peptide release, are not mediated by @DRUG$-, N-, or P-type VSCC.	These effect argue that the sensitizing actions of PGE2 @DRUG$ measured by enhanced peptide waiver , are not mediated by @DRUG$ - , N - , or P-type VSCC .	These results indicate that the sensitizing actions of PGE2 @DRUG$ measured , peptide enhanced release or are not mediated by @DRUG$ - , N - , by P-type VSCC .	These results indicate that the sensitizing actions of PGE2 @DRUG$ measured enhanced peptide release , are not mediated by @DRUG$ - , N - , or P-type VSCC .	The sensitizing actions of PGE2 @DRUG$ measured by enhanced peptide release are not mediated by @DRUG$ - , N - , or P-type VSCC .	0
0	This review will discuss the current evidence for novel branded antibiotics that are highly effective in the treatment of multidrug-resistant infections by Gram-positive pathogens, namely ceftobiprole, ceftaroline, telavancin, oritavancin, dalbavancin, tedizolid, @DRUG$, delafloxacin, ozenoxacin, and @DRUG$.	This follow up will discuss the flow evidence for novel branded antibiotics that are extremely effective in the treatment of multidrug -resistant infections by Gram-positive pathogens , that is to say ceftobiprole , ceftaroline , telavancin , oritavancin , dalbavancin , tedizolid , @DRUG$ , delafloxacin , ozenoxacin , and @DRUG$ .	This review will discuss , current evidence for novel branded antibiotics ceftaroline are highly , in the treatment of multidrug -resistant infections by Gram-positive pathogens , namely ceftobiprole , that , telavancin the oritavancin effective dalbavancin , tedizolid , @DRUG$ , delafloxacin , ozenoxacin , and @DRUG$ .	This review will discuss the current evidence for novel branded antibiotics that are highly effective in the treatment of multidrug -resistant infections by pathogens , ceftobiprole , ceftaroline , telavancin , , , tedizolid , @DRUG$ , delafloxacin , ozenoxacin , and @DRUG$ .	We will discuss how well certain new, branded antibiotics work in treating infections caused by Gram-positive bacteria, specifically ceftobiprole, ceftaroline, telavancin, oritavancin, dalbavancin, tedizolid, @DRUG$, del	1
0	Treatment of pediculosis pubis is best accomplished with topical permethrin, @DRUG$, or @DRUG$ with piperonyl butoxide.	Treatment of pediculosis pubis is well accomplished with topical permethrin , @DRUG$ , or @DRUG$ with piperonyl butoxide .	Treatment of or pubis is best accomplished with topical permethrin , @DRUG$ , pediculosis @DRUG$ with piperonyl butoxide .	Treatment of pediculosis pubis is best accomplished with topical permethrin , @DRUG$ , or @DRUG$ with piperonyl butoxide .	Topical permethrin, @DRUG$, or @DRUG$ with piperonyl butoxide are the best treatments for pediculosis pubis.	0
0	The ability of lesopitron to induce 5-HT syndrome reflects post-synaptic 5-HT1A receptor activation and the reversion of 8-OHDPAT-induced @DRUG$ syndrome by @DRUG$ suggests a partial agonist effect on this receptor-type.	The ability of lesopitron to get 5 - HT syndrome reflects post-synaptic 5 - HT1A receptor activating and the reversion of 8- OHDPAT - induced @DRUG$ syndrome by @DRUG$ suggests a partial agonist set up on this receptor-type .	The ability of lesopitron to post-synaptic 5 - HT syndrome reflects - 5 induce HT1A receptor activation and the reversion of 8- OHDPAT induced - @DRUG$ syndrome by @DRUG$ suggests a partial agonist effect on this receptor-type .	The ability of lesopitron to 5 - syndrome reflects post-synaptic 5 - HT1A receptor activation the reversion of 8- OHDPAT - induced @DRUG$ syndrome by @DRUG$ suggests a partial agonist on this receptor-type .	@DRUG$ is a drug that causes a syndrome called DRUGA syndrome. @DRUG$ is a drug that can reverse the effects of DRUGA syndrome. This suggests that DRUGB has a partial agonist effect on the 5-HT1A receptor.	0
0	Moreover, @DRUG$ induced weak central depressant effects such @DRUG$ inhibition of spontaneous locomotor activity and motor coordination, as compared with classical neuroleptics (haloperidol and chlorpromazine).	Moreover , @DRUG$ induced decrepit central depressant effects such @DRUG$ inhibition of spontaneous locomotor bodily process and drive coordination , as compared with classical neuroleptics ( haloperidol and chlorpromazine ) .	Moreover , @DRUG$ induced weak central depressant effects motor @DRUG$ inhibition of spontaneous locomotor activity and chlorpromazine coordination , such compared with classical neuroleptics ( haloperidol and as ) .	Moreover , @DRUG$ induced weak central depressant effects such @DRUG$ inhibition of spontaneous locomotor activity and motor coordination as compared with classical neuroleptics ( and chlorpromazine )	@DRUG$ induces weak central depressant effects such as @DRUG$ inhibition of spontaneous locomotor activity and motor coordination, as compared with classical neuroleptics (haloperidol and chlorpromazine).	0
0	The drug is administered @DRUG$ the @DRUG$ soluble tromethamine salt and is available in tablets or as an intramuscular injection.	The do drugs is administered @DRUG$ the @DRUG$ soluble tromethamine salt and is useable in tablets or as an intramuscular injection .	The drug is administered @DRUG$ is @DRUG$ soluble tromethamine salt and the available as tablets or in an intramuscular injection .	The drug is administered @DRUG$ the @DRUG$ soluble tromethamine salt is available in tablets or as an intramuscular injection .	The drug is administered as a soluble tromethamine salt, and is available in tablets or as an intramuscular injection.	1
0	The method has been applied to residues of sulfamethazine, @DRUG$, @DRUG$, sulfaquinoxaline, and sulfabromomethazine in cattle, swine, turkey, and duck tissues.	The method has been applied to residuum of sulfamethazine , @DRUG$ , @DRUG$ , sulfaquinoxaline , and sulfabromomethazine in bos taurus , swine , turkey , and duck tissues .	The tissues has been applied to residues of sulfamethazine and @DRUG$ , @DRUG$ , sulfaquinoxaline , and sulfabromomethazine in cattle , swine , turkey , , duck method .	The method has been applied to residues of sulfamethazine , @DRUG$ , @DRUG$ , sulfaquinoxaline , and sulfabromomethazine cattle , swine , , and duck tissues .	The method has been applied to residues of sulfamethazine and sulfaquinoxaline in cattle, swine, turkey, and duck tissues.	1
0	@DRUG$ (ethyl 17alpha-dichloroacetoxy-11beta-hydroxy-androsta-1,4-diene-3-one-17beta-carboxylate, code-named: BNP-166) has been prepared in a 3-step synthesis from prednisolone @DRUG$ starting material.	@DRUG$ ( ethyl group 17alpha-dichloroacetoxy-11beta-hydroxy-androsta-1,4-diene-3-one-17beta-carboxylate , code-named : BNP - 166 ) has been prepared in a 3 - step synthesis from prednisolone @DRUG$ starting textile .	@DRUG$ ( ethyl : , code-named 17alpha-dichloroacetoxy-11beta-hydroxy-androsta-1,4-diene-3-one-17beta-carboxylate BNP - 166 ) 3 been prepared in a has - step synthesis from prednisolone @DRUG$ starting material .	@DRUG$ ( 17alpha-dichloroacetoxy-11beta-hydroxy-androsta-1,4-diene-3-one-17beta-carboxylate , code-named : BNP - 166 ) has been prepared in a 3 - step synthesis from @DRUG$ starting .	@DRUG$ is a chemical compound that was created as a result of a three-step synthesis from a prednisolone starting material.	1
0	In rat striatal slices SLV308 concentration-dependently attenuated forskolin stimulated accumulation of cAMP, @DRUG$ expected for a dopamine @DRUG$(2) and D(3) receptor agonist.	indiana rat striatal slices SLV308 concentration - dependently weakened forskolin make accumulation of cAMP , @DRUG$ expected for a dopamine @DRUG$ ( 2 ) and D ( 3 ) receptor agonist .	In rat striatal slices SLV308 concentration - dependently attenuated forskolin stimulated accumulation of cAMP ( @DRUG$ expected for a dopamine @DRUG$ receptor ) ) and D , 3 2 ( agonist .	In rat striatal slices concentration - attenuated forskolin accumulation of cAMP , @DRUG$ expected for a dopamine @DRUG$ ( 2 ) ( 3 ) receptor agonist .	@DRUG$ is a dopamine @DRUG$ ( 2 ) and D ( 3 ) receptor agonist.	0
0	The new formulation of @DRUG$-@DRUG$ meets the most stringent potency specification guidelines, and has been demonstrated to be bioequivalent to the current formulation and to show dosage form proportionality.	The new formulation of @DRUG$ - @DRUG$ see the most stringent potency spec guidelines , and has been demonstrated to be bioequivalent to the current formulation and to show dose form proportionality .	The - formulation formulation @DRUG$ new @DRUG$ meets the specification stringent potency most guidelines , and has been demonstrated to be bioequivalent to the current of and to show dosage form proportionality .	The new formulation of @DRUG$ - @DRUG$ meets the stringent potency specification guidelines , and has been demonstrated to be bioequivalent to the current formulation and to show dosage form proportionality .	The new formulation of @DRUG$ - @DRUG$ is just as potent as the current formulation, and the dosage form is proportional.	0
0	Here, we show that, in plants, synthesis of the vitamin takes an entirely different route, which does not involve deoxyxylulose 5-phosphate but instead utilizes intermediates from the pentose phosphate pathway, i.e., ribose 5-phosphate or ribulose 5-phosphate, and from glycolysis, i.e., @DRUG$ @DRUG$ or glyceraldehyde 3-phosphate.	hither , we show that , in plants , synthetic thinking of the vitamin takes an totally different route , which does not involve deoxyxylulose  - phosphate but instead employ intermediates from the pentose phosphate nerve tract , i.e. , ribose  - phosphate or ribulose  - phosphate , and from glycolysis , i.e. , @DRUG$ @DRUG$ or glyceraldehyde 3 - phosphate .	Here , we show 3 , in plants , deoxyxylulose of the vitamin takes an entirely different route , which glyceraldehyde not - synthesis 5 - phosphate - instead utilizes intermediates from the pentose phosphate pathway 5 i.e. , ribose 5 but phosphate or ribulose , involve phosphate , and from glycolysis , i.e. , @DRUG$ @DRUG$ or does that - phosphate .	Here , we show that , in plants , of the vitamin takes an entirely different , which does not involve deoxyxylulose 5 - phosphate but instead utilizes intermediates from the pentose phosphate pathway i.e. , ribose 5 - phosphate or ribulose 5 - phosphate , and from glycolysis , i.e. , @DRUG$ @DRUG$ or glyceraldehyde 3 - .	@DRUG$ and @DRUG$ are two different pathways that lead to the same result - the synthesis of vitamin.	0
0	Resolvins and protectins are important anti-inflammatory and pro-resolution compounds derived from the enzymatic oxidation of @DRUG$ all-cis-5,8,11,14,17-eicosapentaenoic acid (EPA) and all-cis-4,7,10,13,16,19-docosahexaenoic acid (@DRUG$).	Resolvins and protectins are authoritative anti inflammatory and pro-resolution compounds derived from the enzymatic oxidation of @DRUG$ all - cis - 5,8,11,14,17 - eicosapentaenoic acid ( epa ) and all - cis - 4,7,10,13,16,19 -docosahexaenoic acid ( @DRUG$ ) .	Resolvins and protectins are - anti-inflammatory and pro-resolution compounds derived from enzymatic the oxidation of @DRUG$ all - cis - 5,8,11,14,17 - -docosahexaenoic acid ( EPA ) and all important cis - 4,7,10,13,16,19 eicosapentaenoic acid ( @DRUG$ ) .	Resolvins are important anti-inflammatory and pro-resolution compounds derived from the enzymatic oxidation of @DRUG$ all - - 5,8,11,14,17 - acid ( ) and all - cis - 4,7,10,13,16,19 -docosahexaenoic acid ( @DRUG$ ) .	Resolvins and protectins are important anti-inflammatory and pro-resolution compounds derived from the enzymatic oxidation of EPA and @DRUG$ .	1
0	@DRUG$ fumarate 300 @DRUG$ every 48 hours in individuals with moderate renal impairment and twice weekly corresponding to every 72-96 hours in those with severe renal impairment is recommended in order to target steady-state tenofovir exposures consistent with those observed in subjects with normal renal function receiving tenofovir disoproxil fumarate 300 mg once daily.	@DRUG$ fumarate 300 @DRUG$ every 48 hours in individuals with moderate renal impairment and twice hebdomadally corresponding to every 72 - 96 hours in those with severe renal impairment is recommended in rules of order to target steady -state tenofovir exposure coherent with those observed in subjects with pattern renal function receiving tenofovir disoproxil fumarate 300 mg once daily .	@DRUG$ fumarate 300 @DRUG$ every 48 hours in individuals with moderate renal impairment and twice weekly target to every 72 - mg hours impairment those with severe renal in is recommended with 96 to corresponding steady -state tenofovir exposures consistent with those observed in subjects in normal renal function receiving tenofovir disoproxil fumarate 300 order once daily .	@DRUG$ fumarate 300 @DRUG$ every 48 hours in individuals with moderate renal impairment and twice weekly corresponding to every 72 - 96 hours in those severe renal impairment recommended in order to target steady -state tenofovir consistent with those observed in with normal renal function receiving tenofovir disoproxil fumarate mg .	@DRUG$ should be taken every 48 hours if the person has moderate renal impairment, and every 72 - 96 hours if the person has severe renal impairment. This will help to ensure that the person's exposure to tenofovir disoproxil fumarate is consistent with that of someone with	1
0	When made available to rhesus monkeys (n = 4) for self-administration, +-pseudoephedrine functioned @DRUG$ a positive reinforcer in all monkeys, as did (-)-@DRUG$ in two of three monkeys.	When made available to rhesus putter ( north = quaternary ) for self -administration , +- pseudoephedrine functioned @DRUG$ a positive reinforcer in all putter , as did ( -) - @DRUG$ in two of three putter .	When made available to rhesus monkeys ( reinforcer = 4 ) three self -administration , +- pseudoephedrine functioned @DRUG$ a positive n for all monkeys , as did ( -) - @DRUG$ in two of in monkeys .	When made available to rhesus monkeys ( n = 4 ) for self -administration , +- pseudoephedrine functioned @DRUG$ a positive reinforcer in all , as did ( -) - @DRUG$ in two of three monkeys .	When made available to rhesus monkeys ( n = 4 ) for self -administration , +- pseudoephedrine functioned as a positive reinforcer in all monkeys , as did ( -) - pseudoephedrine in two of three monkeys .	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (@DRUG$, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and @DRUG$ (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	type a review of commercially useable oral and injectable solution formulations reveals that the solubilizing excipients admit water - soluble organic solvents ( polyethylene dihydric alcohol 300 , polyethylene dihydric alcohol four hundred , ethyl alcohol , propene dihydric alcohol , glycerine , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor rhesus factor forty , Cremophor rhesus factor  , d-alpha-tocopherol polyethylene dihydric alcohol 1000 succinate , polysorbate  , polysorbate fourscore , Solutol HS  , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , four hundred , or 1750 ) , water - insoluble lipids ( @DRUG$ , corn whisky oil , cottonseed oil , olive oil , peanut oil , peppermint oil , false saffron oil , sesamum indicum oil , soybean plant oil , hydrogenated veg oils , hydrogenated soybean plant oil , and medium- chain triglycerides of coconut oil and palm sow oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl-beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and @DRUG$ ( hydrogenated soy sauce phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral monooleate injectable solution formulations reveals that the solubilizing excipients include water - hydrogenated organic solvents ( polyethylene glycol , peppermint polyethylene , 400 , ethanol , propylene glycol , glycerin , N-methyl , 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide soybean , , surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor HS chain - d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate ( L-alpha-dimyristoylphosphatidylcholine polysorbate 80 , Solutol oil 15 , sorbitan non-ionic , poloxamer 407 and sesame M-1944CS , Labrafil M-2125CS , Labrasol glycol Gellucire 44/14 , Softigen 767 , and mono- and di-fatty oil esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( @DRUG$ , corn oil , cottonseed acid , olive oil , peanut oil , beta-cyclodextrin oil , safflower oil , Labrafil oil , soybean oil , soluble vegetable oils , hydrogenated ) oil , and medium- chain triglycerides of coconut oil and palm seed RH ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol 300 oleic acid , medium- 60 mono- and diglycerides ) , various cyclodextrins 20 alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl-beta-cyclodextrin , and sulfobutylether - , ) , and @DRUG$ ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , , , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , glycol , glycerin - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH , Cremophor RH 60 , polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( @DRUG$ , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl-beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , @DRUG$ ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	@DRUG$ is a water-soluble organic solvent, while @DRUG$ is a water-insoluble lipid. DRUGA is also an organic liquid/semi-solid, while DRUGB is a solid.	0
0	Synthetic approaches to the most important representatives (compounds under clinical investigations or available on the market) are described, including valacyclovir, valganciclovir, valomaciclovir stearate, valcyclopropavir, @DRUG$, @DRUG$ and several attempts to amino acid modifications of antiretroviral nucleosides.	Synthetic approaches to the most important representatives ( compounds under clinical investigations or available on the market ) are described , admit valacyclovir , valganciclovir , valomaciclovir stearate , valcyclopropavir , @DRUG$ , @DRUG$ and several endeavour to amino loony toons modifications of antiretroviral nucleoside .	Synthetic approaches to the compounds important representatives ( several under clinical investigations or available on the market ) are described , including valacyclovir , valganciclovir , valomaciclovir of , , valcyclopropavir @DRUG$ , @DRUG$ and most attempts to amino acid modifications stearate antiretroviral nucleosides .	Synthetic approaches to the most important representatives ( compounds under clinical investigations or available on the market ) described , including valacyclovir , valganciclovir , valomaciclovir stearate , valcyclopropavir @DRUG$ , @DRUG$ and several attempts to amino acid modifications of antiretroviral nucleosides .	The relationship between @DRUG$ and @DRUG$ is that DRUGA is a synthetic approach to the most important representatives of DRUGB, including valacyclovir, valganciclovir, valomaciclovir stearate, valcyclopropavir.	0
0	Administration of either @DRUG$-sotalol or @DRUG$ (at concentration of 10(-5) mol/l) before the administration of 10(-6) mol/l TG prevent the TG induced elevation of [Ca2+]i. CONCLUSION: These results support our hypothesis that d-sotalol and tedisamil prevent Ca2+ overload by the cAMP dependent SR Ca2+ uptake.	Administration of either @DRUG$ - sotalol or @DRUG$ ( at denseness of ten ( - 5 ) mol /l ) before the presidency of ten ( - sixer ) mol / l TG prevent the TG induced el of [ Ca2 + ] i. CONCLUSION : These results support our theory that d-sotalol and tedisamil prevent Ca2 + overload by the cAMP dependent SR Ca2 + uptake .	Administration of either @DRUG$ - sotalol or @DRUG$ ( at concentration of TG ( - 5 ) mol /l ) before the results of elevation ( the 6 ) mol / l TG prevent Ca2 that induced 10 of [ Ca2 + ] i. CONCLUSION : These administration support our hypothesis 10 d-sotalol and tedisamil prevent the + overload by - cAMP dependent SR Ca2 + uptake .	Administration of either @DRUG$ - sotalol or @DRUG$ at concentration of ( - 5 ) mol /l ) before the administration of 10 ( 6 ) mol / TG prevent the TG induced elevation of [ Ca2 + ] i. CONCLUSION : results support hypothesis that d-sotalol and tedisamil Ca2 + overload by the cAMP dependent SR Ca2 + uptake .	@DRUG$ (sotalol) and @DRUG$ (tedisamil) prevent Ca2+ overload by the cAMP dependent SR Ca2+ uptake.	0
0	Atractylon significantly inhibited NO and @DRUG$ production @DRUG$ well as inducible NO synthase and cyclooxygenase-2 expression in LPS-induced RAW 264.7 cells.	Atractylon significantly inhibited NO and @DRUG$ production @DRUG$ well as inducible NO synthase and cyclooxygenase - deuce expression in LPS - rush RAW 264.7 cells .	Atractylon significantly inhibited NO and @DRUG$ production @DRUG$ well as inducible and synthase NO cyclooxygenase - 2 expression in LPS - cells RAW 264.7 induced .	Atractylon significantly inhibited NO and @DRUG$ production @DRUG$ well as inducible NO synthase and cyclooxygenase - 2 in - induced RAW 264.7 cells .	Atractylon significantly inhibited NO and @DRUG$ production @DRUG$ well as inducible NO synthase and cyclooxygenase - 2 expression in LPS - induced RAW 264.7 cells ."Atractylon inhibited the production of DRUGA and DRUGB, as	0
1	A linear pharmacokinetic-pharmacodynamic relationship has been found for acrivastine, astemizole, cetirizine, @DRUG$ and terfenadine, whereas nonlinear relationships have been calculated for ebastine (in the dog), @DRUG$, mizolastine, noberastine and terfenadine.	A additive pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , cetirizine , @DRUG$ and terfenadine , whereas nonlinear kinship have been compute for ebastine ( in the dog iron ) , @DRUG$ , mizolastine , noberastine and terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship , been and for acrivastine , astemizole , cetirizine , @DRUG$ and terfenadine , found nonlinear relationships have been calculated for ebastine ( in the dog ) mizolastine @DRUG$ has , , noberastine whereas terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , @DRUG$ and terfenadine whereas nonlinear relationships have been calculated for ebastine in the dog ) , @DRUG$ , mizolastine , noberastine and terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , cetirizine , @DRUG$ and terfenadine , whereas nonlinear relationships have been calculated for ebastine ( in the dog ) , @DRUG$ , m	0
0	In this study, we investigate whether the Resveratrol (trans-3,5,49-trihydroxystilbene) and its natural precursor @DRUG$ (resveratrol-3-O-b-mono-D-@DRUG$, the glycoside form of resveratrol) combination, might have a cooperative antitumor effect on either growing or differentiated human adenocarcinoma colon cancer cells.	In this examine , we enquire whether the Resveratrol ( trans - 3,5,49 - trihydroxystilbene ) and its natural precursor @DRUG$ ( resveratrol-3-O-b-mono - D- @DRUG$ , the glycoside form of resveratrol ) combination , might have a accommodative anticancer effect on either growing or secern human adenocarcinoma colon cancer cells .	In this study , we investigate whether the Resveratrol ( trans - adenocarcinoma - trihydroxystilbene ) and its natural precursor @DRUG$ a resveratrol-3-O-b-mono - D- @DRUG$ , the glycoside form of or ) combination , resveratrol have ( cooperative antitumor effect on either growing might differentiated human 3,5,49 colon cancer cells .	In this study , we investigate whether the Resveratrol ( trans 3,5,49 - trihydroxystilbene ) and its natural precursor @DRUG$ ( resveratrol-3-O-b-mono - D- @DRUG$ , the glycoside form of resveratrol ) combination , might have a cooperative antitumor effect on either or differentiated human adenocarcinoma cancer cells .	We found that the combination of resveratrol and its precursor @DRUG$ had a cooperative antitumor effect on human adenocarcinoma colon cancer cells.	1
0	Because it is excreted mostly @DRUG$ unchanged drug in the feces (77%), @DRUG$ can be administered to patients with poor renal function without any dose adjustment.	Because it is excreted mostly @DRUG$ unchanged drug in the feces (  % ) , @DRUG$ can be administered to patients with misfortunate renal subroutine without any dose adjustment .	Because it is excreted 77 @DRUG$ dose drug in the without ( mostly % ) , @DRUG$ can be administered to patients with poor renal function feces any unchanged adjustment .	Because it is excreted mostly @DRUG$ unchanged drug in the feces % ) , @DRUG$ can be administered to patients with poor renal without adjustment .	@DRUG$ is mostly unchanged when it is excreted in the feces, so it can be administered to patients with poor renal function without any dose adjustment.	1
0	Its Vd is 2447 @DRUG$ when administered in multiple daily doses (up to 800 mg/@DRUG$) in the presence of a high-fat meal.	it Vd is 2447 @DRUG$ when administered in multiple daily doses ( up to 800 mg / @DRUG$ ) in the presence of a senior high - fat meal .	Its Vd is presence @DRUG$ when administered in 2447 daily doses ( up to 800 mg / @DRUG$ ) in the multiple of a high - fat meal .	Its Vd is 2447 @DRUG$ when administered in multiple daily doses ( up to 800 mg / @DRUG$ ) in the presence a high - fat meal .	The volume of distribution ( Vd ) of @DRUG$ is 2447 when it is administered in multiple daily doses ( up to 800 mg / @DRUG$ ) in the presence of a high - fat meal .	0
1	These compounds are related to chlordiazepoxide, @DRUG$, nitrazepam, @DRUG$, and some of their metabolites.	These compounds are related to chlordiazepoxide , @DRUG$ , nitrazepam , @DRUG$ , and some of their metabolite .	These compounds are related to chlordiazepoxide and @DRUG$ , nitrazepam , @DRUG$ , , some of their metabolites .	These compounds are related to chlordiazepoxide , @DRUG$ , nitrazepam , @DRUG$ , and of their metabolites .	@DRUG$ is related to chlordiazepoxide, @DRUG$ is related to nitrazepam, and some of their metabolites are related to each other.	0
0	Compound 5 was isolated @DRUG$ a single diastereomer via fractional crystallization, which was stereoselectively converted to 17 via hydrogenation, and subsequently transformed to @DRUG$.	Compound 5 was isolated @DRUG$ a individual diastereomer via fractional crystallization , which was stereoselectively converted to  via hydrogenation , and subsequently transformed to @DRUG$ .	Compound 5 was isolated @DRUG$ a single diastereomer via fractional crystallization , which was to converted stereoselectively and via hydrogenation , 17 subsequently transformed to @DRUG$ .	Compound 5 was isolated @DRUG$ a single diastereomer via fractional crystallization , which was stereoselectively converted to 17 hydrogenation , and subsequently transformed to @DRUG$ .	Compound 5 was isolated from a single diastereomer via fractional crystallization . This diastereomer was stereoselectively converted to 17 via hydrogenation . Finally, this diastereomer was transformed to @DRUG$ .	1
0	RESULTS: @DRUG$-like peptide-1 receptor agonists achieved significantly greater reductions in glycated @DRUG$ and weight than dipeptidyl peptidase-4 inhibitors, which have a neutral effect on weight.	RESULTS : @DRUG$ - like peptide - 1 sensory receptor agonists achieved significantly greater reductions in glycated @DRUG$ and weight than dipeptidyl peptidase - 4 inhibitor , which have a inert effect on weight .	RESULTS : @DRUG$ in like inhibitors - 1 receptor agonists achieved significantly greater reductions - glycated @DRUG$ and weight than dipeptidyl peptidase - on peptide , which have a neutral effect 4 weight .	RESULTS : @DRUG$ - like peptide - 1 receptor agonists achieved significantly greater reductions in glycated @DRUG$ and weight than dipeptidyl - 4 inhibitors , which have a neutral effect on weight .	@DRUG$ - like peptide - 1 receptor agonists achieved significantly greater reductions in glycated @DRUG$ than dipeptidyl peptidase - 4 inhibitors .	0
1	There is evidence that clonazepam, clorazepate, diazepam, lorazepam, midazolam, @DRUG$, and @DRUG$ are excreted into breast milk.	There is evidence that clonazepam , clorazepate , diazepam , ativan , midazolam , @DRUG$ , and @DRUG$ are excreted into breast milk river .	There diazepam evidence that clonazepam , , , is , lorazepam , midazolam , @DRUG$ clorazepate and @DRUG$ are excreted into breast milk .	There is evidence that clonazepam clorazepate , diazepam , lorazepam , midazolam , @DRUG$ , and @DRUG$ are excreted into breast milk .	There is evidence that clonazepam, clorazepate, diazepam, lorazepam, midazolam, @DRUG$, and @DRUG$ are excreted into breast milk.	0
1	262, 13920-13927) inhibition by @DRUG$ of the prolonged cytosolic free Ca2+ concentration increase induced by @DRUG$ via the activation of voltage-gated Ca2+ channels.	262 , 13920-13927 ) inhibition by @DRUG$ of the sustain cytosolic absolve Ca2 + concentration increase induced by @DRUG$ via the energizing of voltage - gated Ca2 + channels .	262 13920-13927 , ) inhibition by @DRUG$ channels the prolonged of free Ca2 + concentration increase induced by @DRUG$ via the activation cytosolic voltage - gated Ca2 + of .	, 13920-13927 ) inhibition by @DRUG$ of prolonged cytosolic free Ca2 + concentration increase induced by @DRUG$ via the of voltage - Ca2 channels	@DRUG$ inhibits the prolonged cytosolic free Ca2+ concentration increase induced by @DRUG$ via the activation of voltage-gated Ca2+ channels.	0
0	Susceptibility of rapidly growing mycobacteria isolated from Australian cats to @DRUG$, moxidectin, @DRUG$ and florfenicol.	Susceptibility of rapidly growing mycobacteria detached from Australian cats to @DRUG$ , moxidectin , @DRUG$ and florfenicol .	Susceptibility of rapidly isolated mycobacteria growing from Australian cats to @DRUG$ , moxidectin , @DRUG$ and florfenicol .	Susceptibility of rapidly growing mycobacteria isolated from Australian cats to @DRUG$ , moxidectin @DRUG$ and florfenicol .	The susceptibility of rapidly growing mycobacteria isolated from Australian cats to @DRUG$ is different than the susceptibility to @DRUG$ .	0
0	Bioavailability studies have provided strong evidence that L-5-methyl-THF is at least as effective @DRUG$ @DRUG$ in improving folate status, as measured by blood concentrations of folate and by functional indicators of folate status, such as plasma homocysteine.	Bioavailability studies have provided strong evidence that L-5 - methyl group - THF is at least as effective @DRUG$ @DRUG$ in ameliorate folate status , as measured by blood concentrations of folate and by functional indicator of folate status , such as plasm homocysteine .	Bioavailability studies have provided strong evidence that L-5 - methyl , THF indicators - least as effective @DRUG$ @DRUG$ in improving folate status , as measured by at concentrations of folate and by functional is of folate status blood such as plasma homocysteine .	Bioavailability have provided strong evidence that L-5 - methyl - THF is at least as effective @DRUG$ @DRUG$ in improving , as measured by blood concentrations of folate and by functional indicators of folate status , such as homocysteine .	L-5 - methyl - THF is effective in improving folate status as measured by blood concentrations of folate and by functional indicators of folate status, such as plasma homocysteine.	1
0	Support for this proposal includes: (1) reversal of thymine inhibition of efrotomycin biosynthesis by @DRUG$ and N-carbamoyl-beta-aline, two intermediates of the catabolic pathway; (2) incorporation of [5,6-3H]-uracil into efrotomycin with a relative molar specific activity of approximately 0.5, close to the theoretical maximum; and (3) 13C coupling at C4 and C5 of efrotomycin after feeding resting cells with [4,5-13C]-@DRUG$.	Support for this proposition includes : ( 1 ) reversal of thymine inhibition of efrotomycin biosynthesis by @DRUG$ and N-carbamoyl - beta-aline ,  intermediates of the catabolic nerve pathway ; ( 2 ) internalization of [ 5,6- 3H ] - uracil into efrotomycin with a relative grinder specific activity of approximately 0.5 , secretive to the theoretical maximum ; and ( ternion ) 13C coupling at C4 and C5 of efrotomycin after feeding resting cellphone with [ 4,5- 13C ] - @DRUG$ .	Support for this proposal includes specific ( 1 ) reversal of thymine inhibition of efrotomycin biosynthesis by @DRUG$ and N-carbamoyl - [ , two intermediates of the catabolic pathway ; ( 2 ) incorporation of [ 5,6- 13C ] - uracil into efrotomycin with a relative molar and activity of approximately C4 , close to the theoretical maximum ; and ] 3 ) after coupling at 0.5 : C5 of efrotomycin ( feeding resting cells with beta-aline 4,5- 13C 3H - @DRUG$ .	for this proposal includes : ( 1 ) reversal of thymine inhibition of efrotomycin biosynthesis @DRUG$ and N-carbamoyl - , two intermediates of the pathway ; ( 2 ) incorporation of [ 5,6- 3H ] - uracil into efrotomycin with a relative molar activity of approximately 0.5 , to the maximum ; and 3 ) 13C coupling C4 and C5 of after feeding resting cells with [ 4,5- 13C ] - @DRUG$ .	1) @DRUG$ and N-carbamoyl - beta-aline, two intermediates of the catabolic pathway, can reverse the inhibition of efrotomycin biosynthesis by thymine.2) Incorporation of [5,6-3H] - urac	1
0	Five days' treatment with cefuroxime axetil was recently shown to be as effective @DRUG$ 10 days' treatment with either @DRUG$ axetil or amoxicillin/clavulanic acid in patients with acute otitis media or acute bronchitis.	phoebe days ' treatment with cefuroxime axetil was recently establish to be as effective @DRUG$ ten days ' treatment with either @DRUG$ axetil or amoxicillin / clavulanic acid in patients with acute otitis media or acute bronchitis .	Five days ' treatment with acid axetil was clavulanic shown to be as effective @DRUG$ 10 days ' treatment with either @DRUG$ axetil or amoxicillin / recently cefuroxime in acute with patients otitis media or acute bronchitis .	Five days ' treatment with cefuroxime axetil was recently shown to be as @DRUG$ days ' treatment with either @DRUG$ axetil or amoxicillin clavulanic acid in patients with acute otitis media or acute bronchitis .	Cefuroxime axetil is as effective as either amoxicillin / clavulanic acid or axetil in patients with acute otitis media or acute bronchitis .	1
1	Pizotifen is the most widely used 5-HT2 receptor antagonist in migraine prophylaxis, because of its superior efficacy compared with cyproheptadine, and because the incidence and severity of adverse effects with @DRUG$ is lower compared with methysergide and @DRUG$.	Pizotifen is the most wide used 5 - HT2 receptor opposer in megrim prophylaxis , because of its superior efficacy compared with cyproheptadine , and because the incidence and rigorousness of adverse effects with @DRUG$ is lower compared with methysergide and @DRUG$ .	Pizotifen is the most widely used 5 - HT2 receptor antagonist is migraine prophylaxis , because of its superior efficacy compared with cyproheptadine , and and the incidence because severity lower adverse effects with @DRUG$ in of compared with methysergide and @DRUG$ .	Pizotifen is the widely used - receptor in migraine prophylaxis , because superior efficacy compared with cyproheptadine , and because the incidence and severity of adverse effects with @DRUG$ is lower compared with methysergide and @DRUG$ .	Pizotifen is more effective than cyproheptadine at preventing migraines, and has fewer adverse effects than methysergide.	1
0	Although direct proof is lacking, it has been hypothesized that patients with atopic dermatitis have impaired activity of the delta-6 desaturase enzyme, affecting metabolism of linoleic acid to gamma-@DRUG$ (@DRUG$).	Although direct proof is miss , it has been hypothesized that patient role with atopic dermatitis have impaired activity of the delta - 6 desaturase enzyme , affecting metabolism of linoleic lucy in the sky with diamonds to gamma- @DRUG$ ( @DRUG$ ) .	Although direct proof affecting lacking , - has been hypothesized that is with atopic dermatitis have impaired activity of the delta it 6 desaturase enzyme , patients metabolism of linoleic acid to gamma- @DRUG$ ( @DRUG$ ) .	Although proof is lacking , it has been hypothesized that patients with atopic have impaired activity of the delta - 6 desaturase enzyme , affecting metabolism of linoleic acid gamma- @DRUG$ ( @DRUG$ ) .	It is believed that people with atopic dermatitis have a problem with the delta-6 desaturase enzyme, which affects the way linoleic acid is converted to gamma-@DRUG$.	1
0	Differences in the MICs from one country to another were not detected with enrofloxacin, @DRUG$, or @DRUG$ for the strains tested, but variations in the MICs of the remaining antimicrobial agents were observed.	Differences in the MICs from one country to another were not detected with enrofloxacin , @DRUG$ , or @DRUG$ for the strive tested , but variant in the MICs of the remaining antimicrobial agents were remark .	Differences in the MICs from one country tested another were , detected with enrofloxacin , @DRUG$ , or @DRUG$ for the strains to not but variations in antimicrobial MICs of the remaining the agents were observed .	Differences in the from one country to another were not with enrofloxacin , @DRUG$ , or @DRUG$ for the strains tested , but variations in the MICs of the remaining antimicrobial agents were observed .	There was no detectable difference in the MICs of enrofloxacin between different countries, but variations in the MICs of the remaining antimicrobial agents were observed.	1
0	@DRUG$ (100 @DRUG$) attenuated the increase in peak flow velocity but not tachycardia caused by 400 microg of regadenoson.	@DRUG$ ( 100 @DRUG$ ) attenuated the increase in peak fall speed but not tachycardia caused by 400 microg of regadenoson .	@DRUG$ ( 100 @DRUG$ ) attenuated microg increase in peak flow velocity but not tachycardia caused by 400 the regadenoson of .	@DRUG$ ( 100 @DRUG$ ) attenuated increase in peak flow but not tachycardia caused by 400 microg of .	@DRUG$ ( 100 @DRUG$ ) attenuated the increase in peak flow velocity but not tachycardia caused by 400 microg of regadenoson ."DRUGA attenuated the increase in peak flow velocity but not tachycardia caused by 400 microg of reg	0
0	AZD2563, linezolid, vancomycin, teicoplanin and @DRUG$/@DRUG$ were mainly active against Gram-positive anaerobes, with no useful activity against Gram-negative anaerobes.	AZD2563 , linezolid , vancomycin , teicoplanin and @DRUG$ / @DRUG$ were mainly active against Gram-positive anaerobe , with no useful activity against gram negative anaerobe .	AZD2563 , linezolid , vancomycin active teicoplanin and @DRUG$ / @DRUG$ were mainly , against anaerobes Gram-positive , with no useful activity against Gram-negative anaerobes .	AZD2563 linezolid , vancomycin , teicoplanin and @DRUG$ / @DRUG$ were active against Gram-positive anaerobes , with useful activity against Gram-negative anaerobes .	@DRUG$ and @DRUG$ are mainly active against Gram-positive anaerobes, with no useful activity against Gram-negative anaerobes.	0
0	Rifalazil-32-hydroxylation was @DRUG$ dependent, and its Km and Vmax were 3.3 microM and 11.0 pmol/min/@DRUG$ respectively.	Rifalazil-32-hydroxylation was @DRUG$ dependent , and its Km and Vmax were 3.3 microM and 11.0 pmol / hokkianese / @DRUG$ severally .	Rifalazil-32-hydroxylation and @DRUG$ dependent , and its Km and Vmax were 3.3 microM was 11.0 pmol respectively min / @DRUG$ / .	Rifalazil-32-hydroxylation was @DRUG$ dependent , and its Km and were 3.3 microM 11.0 pmol / min / @DRUG$ respectively .	The amount of rifalazil that is converted to rifalazil-32-hydroxylation is dependent on the presence of @DRUG$, and its Km and Vmax are 3.3 microM and 11.0 pmol / min / @DRUG$ respectively	0
0	Hemopressin also behaves as an inverse agonist of CB(1) receptors, because it is able to block the constitutive activity of these receptors to the same extent @DRUG$ its well characterized antagonist, @DRUG$.	Hemopressin also act as an opposite protagonist of CB ( 1 ) receptors , because it is able to block the constitutive activity of these receptors to the same extent @DRUG$ its well characterized antagonist , @DRUG$ .	Hemopressin also able as an inverse agonist of CB ( behaves ) receptors , because it is 1 to block the characterized activity of these receptors to the same extent @DRUG$ its well constitutive antagonist , @DRUG$ .	Hemopressin also behaves as an inverse agonist of CB ( 1 ) receptors , because it is able to block the constitutive activity of these receptors extent @DRUG$ its well characterized antagonist , @DRUG$ .	Hemopressin also behaves as an inverse agonist of CB ( 1 ) receptors , meaning that it blocks the constitutive activity of these receptors to the same extent as @DRUG$ its well characterized antagonist , @DRUG$ .	0
0	Final report on the safety assessment of Tocopherol, Tocopheryl Acetate, Tocopheryl Linoleate, Tocopheryl Linoleate/Oleate, Tocopheryl Nicotinate, Tocopheryl Succinate, Dioleyl Tocopheryl Methylsilanol, @DRUG$ Ascorbyl Tocopheryl Phosphate, and @DRUG$.	last story on the safety assessment of Tocopherol , Tocopheryl acetate , Tocopheryl Linoleate , Tocopheryl Linoleate / Oleate , Tocopheryl Nicotinate , Tocopheryl Succinate , Dioleyl Tocopheryl Methylsilanol , @DRUG$ Ascorbyl Tocopheryl Phosphate , and @DRUG$ .	, report on the safety assessment Tocopheryl Tocopherol , Tocopheryl Acetate , Tocopheryl Linoleate , Tocopheryl Linoleate / Oleate Final Tocopheryl Nicotinate , Tocopheryl Succinate , Dioleyl Tocopheryl Methylsilanol , @DRUG$ Ascorbyl of Phosphate , and @DRUG$ .	Final report on the safety assessment of Tocopherol , Tocopheryl Acetate , Tocopheryl Linoleate , Tocopheryl Linoleate / Oleate Tocopheryl Nicotinate , Tocopheryl Succinate , Dioleyl Methylsilanol , @DRUG$ Ascorbyl Tocopheryl Phosphate , and @DRUG$ .	@DRUG$ is a safe and effective ingredient that can be used in cosmetics and personal care products. @DRUG$ is a safe and effective ingredient that can be used in cosmetics and personal care products.	0
0	Inhibition of phosphorylation of the colony-stimulating factor-1 receptor (c-Fms) tyrosine kinase in transfected cells by @DRUG$ and other @DRUG$ kinase inhibitors.	Inhibition of phosphorylation of the colony - stimulating factor - 1 sensory receptor ( c- Fms ) tyrosine kinase in transfected cellular phone by @DRUG$ and other @DRUG$ kinase inhibitors .	Inhibition of phosphorylation of the colony - stimulating factor - receptor 1 ( and Fms ) tyrosine kinase in transfected cells by @DRUG$ c- other @DRUG$ kinase inhibitors .	Inhibition of colony - stimulating factor - 1 receptor ( c- Fms ) tyrosine kinase in transfected cells by @DRUG$ and other @DRUG$ kinase inhibitors	@DRUG$ inhibits the phosphorylation of the colony-stimulating factor-1 receptor (c-Fms) tyrosine kinase in transfected cells, as do other @DRUG$ kinase inhibitors.	0
0	Other lipid-lowering drugs with the ability to act at the enterocyte level, such as @DRUG$ and @DRUG$, are currently being investigated in humans.	Other lipid-lowering drugs with the ability to act at the enterocyte raze , such as @DRUG$ and @DRUG$ , are presently being investigated in humans .	Other lipid-lowering drugs with the ability to act at and enterocyte level , such as @DRUG$ the @DRUG$ , are currently being investigated humans in .	lipid-lowering drugs with the to act at the enterocyte level such as @DRUG$ and @DRUG$ , are currently being investigated .	@DRUG$ and @DRUG$ are two lipid-lowering drugs that are currently being investigated in humans.	0
0	Changes in the DAS28 were significantly greater in the 0.2 @DRUG$/kg, 2.0 mg/kg, and all-LY2439821-combined groups (-2.3, -2.4, and -2.3, respectively) than in the placebo group (-1.7) at week 10 (P < or = 0.05), and these differences were significant as early @DRUG$ week 1.	Changes in the DAS28 were importantly greater in the 0.2 @DRUG$ / kg , 2.0 milligram / kg , and all - LY2439821 - unite groups ( - 2.3 , - 2.4 , and - 2.3 , respectively ) than in the placebo group ( - 1.7 ) at week 10 ( atomic number  < or = 0.05 ) , and these remainder were significant as too soon @DRUG$ week i .	Changes in the DAS28 were significantly greater in the 0.05 @DRUG$ / kg , 2.0 mg P 0.2 , and all - LY2439821 - , groups ( - 2.3 , - and , and - 2.3 , respectively ) than week the placebo group ( - 1.7 ) at in 10 ( / < or these kg ) combined 2.4 = differences were significant as early @DRUG$ week 1 .	Changes in the DAS28 were significantly greater in the 0.2 @DRUG$ / kg , 2.0 mg / kg all - LY2439821 - combined groups ( - 2.3 , - 2.4 , and - 2.3 , respectively ) than in the placebo group ( - ) at week 10 ( P < or = 0.05 ) , differences were significant early @DRUG$ week .	The changes in the DAS28 were significantly greater in the 0.2 @DRUG$ / kg , 2.0 mg / kg , and all - LY2439821 - combined groups ( - 2.3 , - 2.4 , and - 2.3 , respectively ) than in	1
0	In rats, cyclo-L-glycyl-@DRUG$-2-allylproline (@DRUG$), a diketopiperazine, is neuroprotective after ischemic brain injury and also improves motor function in a rat model of Parkinson's disease.	In rats , cyclo-L-glycyl-@DRUG$ -2-allylproline ( @DRUG$ ) , a diketopiperazine , is neuroprotective after ischaemic brain wound and also improves motor function in a dirty dog model of Parkinson 's disease .	injury rats , cyclo-L-glycyl-@DRUG$ neuroprotective ( @DRUG$ ) , a -2-allylproline , is diketopiperazine after ischemic brain In and also improves motor function in a rat model of Parkinson 's disease .	In rats , cyclo-L-glycyl-@DRUG$ -2-allylproline ( @DRUG$ ) , a diketopiperazine is neuroprotective ischemic brain injury and also improves motor in a model of Parkinson 's disease .	Cyclo-L-glycyl-@DRUG$-2-allylproline (@DRUG$) is neuroprotective after ischemic brain injury and also improves motor function in a rat model of Parkinson's disease.	0
1	@DRUG$ has in vitro activity against Gram-positive organisms including Staphylococcus aureus and penicillin-sensitive, -intermediate and -resistant Streptococcus pneumoniae similar to that of @DRUG$ and ceftriaxone.	@DRUG$ has in vitro activity against Gram-positive organisms including Staphylococcus aureus and penicillin-sensitive , - intercede and - resistant streptococcus pneumoniae similar to that of @DRUG$ and ceftriaxone .	@DRUG$ has in vitro activity against Gram-positive organisms resistant Staphylococcus aureus and penicillin-sensitive intermediate - , and - including Streptococcus pneumoniae similar to that of @DRUG$ and ceftriaxone .	@DRUG$ has in vitro activity against Gram-positive organisms including Staphylococcus aureus and penicillin-sensitive , - intermediate and - resistant Streptococcus pneumoniae similar to that of @DRUG$ ceftriaxone .	@DRUG$ has the same in vitro activity as @DRUG$ against Gram-positive organisms including Staphylococcus aureus and penicillin-sensitive , - intermediate and - resistant Streptococcus pneumoniae .	0
1	Some evidence suggests that @DRUG$ gives shorter sleep latency but shorter duration of sleep than @DRUG$, reflecting the pharmacological profiles of the drugs.	Some evidence suggests that @DRUG$ gives shorter sleep latency but shorter duration of sleep than @DRUG$ , reflecting the pharmacological visibility of the dose .	Some evidence drugs that @DRUG$ gives of sleep latency but shorter duration shorter sleep than @DRUG$ , reflecting the pharmacological profiles of the suggests .	Some evidence suggests that @DRUG$ gives shorter latency but shorter duration of sleep than @DRUG$ , reflecting pharmacological profiles the drugs .	@DRUG$ seems to cause people to fall asleep more quickly, but they also sleep for a shorter amount of time.	1
0	The results revealed that the VH contains 92.05+/-21.97 fmol 20 microl(-1) ACh and the following monoamines levels (@DRUG$ 30 microl(-1)), @DRUG$ (NE) 1.92+/-0.39, epinephrine (Epi) 1.91+/-0.183, 3-methoxy-4-hydroxyphenylglycol (MHPG) 11.53+/-3.22, normetanephrine 3.26+/-0.61, dopamine (DA) 0.77+/-0.23, 3,4-dihydroxyphenylacetic acid (DOPAC) 3.37+/-1.01, homovanillic acid (4-hydroxy-3-methoxyphenylacetic acid; HVA) 4.04+/-0.93, 3-methoxytyramine 0.64+/-0.13, serotonin (5-HT) 0.73+/-0.16 and 5-hydroxyindoleacetic acid (5-HIAA) 313.15+/-18.42.	The event break that the VH hold back 92.05 +/-21.97 fmol 20 microl ( - 1 ) ACh and the take after monoamines levels ( @DRUG$ thirty microl ( - 1 ) ) , @DRUG$ ( nor east ) 1.92+/-0.39 , epinephrine ( eysenck personality inventory ) 1.91+/-0.183 , 3 - methoxy-4-hydroxyphenylglycol ( MHPG ) 11.53+/-3.22 , normetanephrine 3.26+/-0.61 , dopamine ( da ) 0.77+/-0.23 , 3,4-dihydroxyphenylacetic acid ( DOPAC ) 3.37 +/-1.01 , homovanillic acid ( 4- hydroxy-3-methoxyphenylacetic acid ; HVA ) 4.04+/-0.93 , 3 - methoxytyramine 0.64+/-0.13 ,  hydroxytryptamine ( 5- HT ) 0.73+/-0.16 and pentad - hydroxyindoleacetic acid ( 5- HIAA ) 313.15+/-18.42 .	The results revealed that the VH ( 92.05 +/-21.97 fmol 20 microl ( - 1 ) ACh and the following monoamines levels ( @DRUG$ 30 microl ( - 1 ) ( , @DRUG$ contains NE ) 1.92+/-0.39 , epinephrine ( Epi 4.04+/-0.93 acid 0.77+/-0.23 3 - methoxy-4-hydroxyphenylglycol homovanillic MHPG ) 11.53+/-3.22 , ( 3.26+/-0.61 , dopamine normetanephrine DA ) , , 3,4-dihydroxyphenylacetic acid ) DOPAC ) 3.37 +/-1.01 methoxytyramine ( acid ( 4- hydroxy-3-methoxyphenylacetic serotonin ) HVA ) ; , 3 - , 0.64+/-0.13 , acid ( 5- HT ) 0.73+/-0.16 and 5 - hydroxyindoleacetic 1.91+/-0.183 ( 5- HIAA ) 313.15+/-18.42 .	The results revealed that the VH contains +/-21.97 fmol 20 microl ( - 1 ) ACh and the following monoamines levels ( @DRUG$ 30 microl ( - 1 ) ) , @DRUG$ ( NE ) 1.92+/-0.39 , epinephrine Epi ) 1.91+/-0.183 , 3 - methoxy-4-hydroxyphenylglycol ( MHPG ) , normetanephrine 3.26+/-0.61 , dopamine ( DA ) 0.77+/-0.23 , 3,4-dihydroxyphenylacetic acid ( DOPAC 3.37 +/-1.01 , homovanillic acid ( hydroxy-3-methoxyphenylacetic acid ; ) 4.04+/-0.93 , 3 methoxytyramine 0.64+/-0.13 , serotonin ( 5- HT ) 0.73+/-0.16 and - hydroxyindoleacetic acid 5- HIAA 313.15+/-18.42 .	The results revealed that the VH contains 92.05 +/-21.97 fmol 20 microl ( - 1 ) ACh and the following monoamines levels ( @DRUG$ 30 microl ( - 1 ) ) , @DRUG$ ( NE ) 1.92+/-0.39 ,	0
0	Groups received single oral doses of 25 mCi/ml [3H]cholesterol alone or with 5, 10, 20, 50 and 100 mg/kg FM-VP4 at 0700 h. Ten percent Intralipid was used to solubilize and @DRUG$-administer [3H]-@DRUG$ and FM-VP4.	Groups received single oral doses of 25 m Ci / ml [ 3H ] cholesterol alone or with phoebe , 10 , 20 ,  and century mg / kg FM - VP4 at 0700 h.  percent Intralipid was used to solubilize and @DRUG$ - parcel out [ 3H ] - @DRUG$ and FM - VP4 .	Groups received single oral 3H of 25 m Ci / ml [ 3H ] cholesterol alone or @DRUG$ 5 , was solubilize 20 , 50 and 100 mg / kg FM - VP4 Intralipid 0700 h. Ten percent at 10 used to , and @DRUG$ - administer [ doses ] - with and FM - VP4 .	Groups received single oral doses of m Ci / ml [ 3H ] cholesterol alone or with 5 10 , 20 , 50 and 100 mg / kg FM - VP4 at 0700 h. percent Intralipid was used to solubilize and @DRUG$ - administer [ 3H ] - @DRUG$ and FM - VP4 .	Groups received single oral doses of 25 m Ci / ml [ 3H ] cholesterol alone or with 5 , 10 , 20 , 50 and 100 mg / kg FM - VP4 at 0700 h. Ten percent Intralipid was used to solubilize and @DRUG$ - administer	1
1	The use of clozapine is limited by the onset of agranulocytosis, whereas olanzapine, risperidone, @DRUG$ and, more recently, @DRUG$ are widely used, with good results in the above-mentioned diseases.	The manipulation of clozapine is limited by the onset of agranulocytosis , whereas olanzapine , risperidone , @DRUG$ and , more recently , @DRUG$ are widely used , with good effect in the above-mentioned disease .	The use , clozapine is limited by the onset , good , whereas olanzapine , risperidone of @DRUG$ and , more recently of @DRUG$ are widely used , with agranulocytosis results in the above-mentioned diseases .	The of clozapine is the onset of , whereas olanzapine , risperidone , @DRUG$ and , more recently , @DRUG$ are used , with good results in the above-mentioned diseases .	Clozapine is limited by the onset of agranulocytosis, whereas olanzapine, risperidone, and other drugs in the @DRUG$ class are widely used with good results in the treatment of mental disorders.	1
0	Statistically significant improvements were observed, with a reduction in pH, partial pressure of carbon dioxide in arterial blood, heart rate, systolic blood pressure, and diastolic blood pressure, and with an increase in arterial partial pressure of @DRUG$, arterial hemoglobin oxygen saturation, and respiratory rate in animals administered @DRUG$.	Statistically significant improvements were observed , with a reduction in pH , fond air pressure of carbon dioxide in arterial blood , heart rate , systolic blood air pressure , and diastolic blood air pressure , and with an increment in arterial fond air pressure of @DRUG$ , arterial hemoglobin o impregnation , and respiratory rate in animals administered @DRUG$ .	Statistically significant improvements were observed , heart a reduction in pH , partial pressure of carbon dioxide in arterial arterial , with rate , , blood oxygen , and diastolic increase pressure , and with an blood in arterial partial pressure of @DRUG$ , blood hemoglobin pressure saturation systolic and respiratory rate in animals administered @DRUG$ .	Statistically significant improvements were observed , with a in pH partial pressure carbon dioxide in arterial blood , heart rate , systolic blood pressure , and diastolic blood pressure , and with an increase in arterial partial pressure of @DRUG$ , arterial hemoglobin oxygen saturation , and respiratory rate in animals administered @DRUG$ .	When animals were given @DRUG$, they showed statistically significant improvements in a variety of measures, including pH, partial pressure of carbon dioxide in arterial blood, heart rate, systolic blood pressure, and diastolic blood pressure, and with an increase in arterial partial pressure of DRUG	1
0	@DRUG$ and ampicillin exhibited no impact on total biogas production up to 280 and 350 mg/@DRUG$, respectively, although ampicillin inhibited biogas production rates during early stages of AD.	@DRUG$ and ampicillin exhibited no touch on total biogas production up to 280 and 350 mg / @DRUG$ , respectively , although ampicillin inhibit biogas production rates during early grass of AD .	@DRUG$ and ampicillin exhibited no total on production biogas impact although to 280 and 350 mg / @DRUG$ , respectively , up ampicillin inhibited biogas production rates during early stages of AD .	@DRUG$ ampicillin exhibited no impact on total biogas production up to 280 and 350 mg / @DRUG$ , respectively , although ampicillin inhibited biogas production rates during early stages of AD .	@DRUG$ and ampicillin had no impact on total biogas production up to 280 and 350 mg / @DRUG$ , respectively . However, ampicillin inhibited biogas production rates during early stages of AD .	0
1	However, with the addition of @DRUG$, Factor VIIa was inhibited at a rate approximately 25 times that of @DRUG$.	However , with the addition of @DRUG$ , Factor VIIa was inhibited at a rank approximately  times that of @DRUG$ .	However , with at addition of @DRUG$ , Factor times was inhibited the a rate approximately 25 VIIa that of @DRUG$ .	However the addition of @DRUG$ , Factor VIIa was inhibited at a rate approximately times that of @DRUG$ .	With the addition of @DRUG$, Factor VIIa was inhibited at a rate approximately 25 times that of @DRUG$.	0
0	The results demonstrate that @DRUG$ has an antiarrhythmic effect against sympathetic diurnal P-AF, improving subjective symptoms and QOL and eliminating @DRUG$-AF episodes in ECGs.	The results demonstrate that @DRUG$ has an antiarrhythmic drug effect against sympathetic diurnal P- AF , improving subjective symptoms and QOL and eliminating @DRUG$ - AF episodes in cardiogram .	The results demonstrate that @DRUG$ has an antiarrhythmic effect ECGs sympathetic diurnal P- AF , improving subjective symptoms in QOL and eliminating @DRUG$ - AF episodes and against .	The results demonstrate that @DRUG$ has an antiarrhythmic effect against sympathetic diurnal P- AF , improving subjective symptoms and QOL and eliminating @DRUG$ - AF episodes in ECGs .	@DRUG$ has an antiarrhythmic effect against sympathetic diurnal P- AF , improving subjective symptoms and QOL and eliminating @DRUG$ - AF episodes in ECGs .	0
0	[In vivo effectiveness of the sulfonamide sulfachlorpyridazine (SCP) and of the combination of sulfachlorpyridazine and @DRUG$ (@DRUG$ + TMP) against Haemophilus paragallinarum].	[ indium vivo effectiveness of the sulfonamide sulfachlorpyridazine ( SCP ) and of the combining of sulfachlorpyridazine and @DRUG$ ( @DRUG$ + TMP ) against Haemophilus paragallinarum ] .	[ In vivo effectiveness of the sulfonamide sulfachlorpyridazine paragallinarum SCP ( and of the combination of sulfachlorpyridazine and @DRUG$ ( @DRUG$ + TMP ) against Haemophilus ) ] .	In vivo effectiveness of the sulfonamide sulfachlorpyridazine ( SCP ) and of the of sulfachlorpyridazine and @DRUG$ ( @DRUG$ + TMP ) against Haemophilus paragallinarum ] .	The in vivo effectiveness of the sulfonamide sulfachlorpyridazine (SCP) and of the combination of sulfachlorpyridazine and @DRUG$ (@DRUG$ + TMP) against Haemophilus paragallinarum.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, @DRUG$, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, @DRUG$, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This government issue nidus on the surveil extract of drug : AAV - NGFbeta , @DRUG$ , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , stool - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , @DRUG$ , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( homo ) ; hMaxi -K , homo papillomavirus vaccine ; Imatinib mesylate , indiplon , iodin ( i131 ) tositumomab , irofulven , atomic number  - 1018 ; Lasofoxifene tartrate , bendopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce boron , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort extract , sunitinib malate ; cialis , tanaproget , taxus , tiotropium commonplace , treprostinil atomic number  ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of sodium phVEGF AAV , , , @DRUG$ , aripiprazole rimonabant atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib NGFbeta bosentan ; Calcipotriol / betamethasone dipropionate Ecogramostim CEA-TRICOM , cetuximab , ciclesonide darifenacin @DRUG$ , Cypher ; Dalbavancin , ( alfa , , hydrobromide / desloratadine - Dexamet , activated , drospirenone / ethinylestradiol , drotrecogin malate levodopa drospirenone ) , , hydrochloride , dutasteride ; i131 , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine darbepoetin , ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , Ximelagatran , carbidopa / entacapone Valdecoxib alfa doxorubicin ; Nemifitide ditriflutate , extract ; Omalizumab ; Pegfilgrastim , peginterferon liposomal - 2a , peginterferon alfa - 2 b , : - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , hydrochloride , ; Satraplatin , St. John's Wort nesiritide , sunitinib alfa ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil drugs ; , duloxetine vardenafil hydrochloride hydrate ; ( ; Zileuton .	This issue focuses on the following selection of drugs AAV - NGFbeta , @DRUG$ , aripiprazole , atomoxetine ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , ; Calcipotriol dipropionate , CEA-TRICOM , cetuximab ciclesonide , @DRUG$ , Cypher ; Dalbavancin , alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) -K , human vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone , liposomal Nemifitide ditriflutate , nesiritide ; Omalizumab Pegfilgrastim peginterferon alfa - , peginterferon alfa - 2 b , phVEGF - A165 , , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	The metabolic pathway of TA is the formation of @DRUG$-hydroxytriamterene (OH-TA), which is subsequently conjugated with active sulfate to form p-hydroxytriamterene @DRUG$ ester (OH-TA-ester).	The metabolic nerve tract of TA is the formation of @DRUG$ - hydroxytriamterene ( buckeye state - TA ) , which is subsequently conjugated with active sulphate to form p-hydroxytriamterene @DRUG$ ester ( buckeye state - TA -ester ) .	The metabolic pathway of TA is the ) of @DRUG$ - hydroxytriamterene ( OH - TA formation , which is active conjugated - subsequently sulfate to form p-hydroxytriamterene @DRUG$ ester ( OH with TA -ester ) .	The metabolic pathway of TA is the formation of @DRUG$ - hydroxytriamterene ( OH - TA ) , which is subsequently conjugated with active sulfate to form p-hydroxytriamterene @DRUG$ ester ( OH - TA -ester ) .	@DRUG$ is a metabolic pathway of TA that results in the formation of @DRUG$, which is a conjugated form of OH-TA.	0
0	The @DRUG$ uptake rates at a concentration of 100 nM were as follows: atorvastatin (58.76%) < pravastatin (60.21%) < rosuvastatin (72.54%) < @DRUG$ (89.96%).	The @DRUG$ intake rates at a compactness of c nM were as follows : atorvastatin ( 58.76 % ) < pravastatin ( 60.21 % ) < rosuvastatin ( 72.54 % ) < @DRUG$ ( 89.96 % ) .	The @DRUG$ uptake rates at a concentration of 100 were nM as follows : atorvastatin ( 58.76 % ( < pravastatin ( 60.21 % ) < rosuvastatin ( 72.54 % ) < @DRUG$ ) 89.96 % ) .	The @DRUG$ uptake rates a concentration of 100 were as follows : atorvastatin ( % ) < pravastatin ( 60.21 % ) < rosuvastatin ( 72.54 % ) < @DRUG$ ( 89.96 % ) .	Atorvastatin uptake rates were lower than pravastatin uptake rates, which were lower than rosuvastatin uptake rates, which were lower than the @DRUG$ uptake rates.	1
0	Therefore, we evaluated this mechanism by DNA fragmentation (laddering), fluorescence microscopy using acridine @DRUG$/ethidium bromide (AO/EB) staining and flow cytometry @DRUG$ iodide (PI).	Therefore , we evaluated this mechanism by deoxyribonucleic acid atomisation ( laddering ) , fluorescence microscopy using acridine @DRUG$ / ethidium bromide ( AO / EB ) staining and flow cytometry @DRUG$ iodide ( pi ) .	Therefore , we evaluated this mechanism by DNA PI ( laddering ) , fluorescence microscopy using cytometry @DRUG$ / ethidium bromide ( AO / EB acridine staining and flow ) @DRUG$ iodide ( fragmentation ) .	, we evaluated this mechanism by DNA fragmentation ( laddering ) , fluorescence microscopy using @DRUG$ / ethidium bromide ( AO / EB ) staining and flow cytometry @DRUG$ iodide ( PI ) .	We looked at how these drugs cause DNA fragmentation, by looking at how they stained cells under a microscope and by measuring how much DNA was broken down using flow cytometry.	1
1	In patients in these studies, @DRUG$ well as in normal volunteers, @DRUG$ was well tolerated, appeared to have few serious adverse effects, and had fewer drug-drug interactions than those noted with voriconazole.	In patients in these studies , @DRUG$ substantially as in normal volunteers , @DRUG$ was substantially tolerated , appeared to have few serious adverse effects , and had few drug-drug fundamental interaction than those noted with voriconazole .	In patients in these studies , @DRUG$ well as in normal well , @DRUG$ was interactions tolerated , appeared to adverse few serious have effects , and had fewer drug-drug volunteers than those noted with voriconazole .	In patients in these studies @DRUG$ well as in normal , @DRUG$ was well tolerated , appeared to have few serious adverse , had fewer drug-drug interactions than those noted with voriconazole .	@DRUG$ is well tolerated in patients and normal volunteers, and appears to have few serious adverse effects. @DRUG$ also has few drug-drug interactions.	0
0	[The allergenic effect of rubber accelerators tetramethyl @DRUG$ disulfide (TMTD) and mercaptobenzothiazole (@DRUG$)].	[ The allergenic set up of synthetic rubber accelerators tetramethyl @DRUG$ disulfide ( TMTD ) and mercaptobenzothiazole ( @DRUG$ ) ] .	The [ allergenic effect accelerators rubber of tetramethyl @DRUG$ disulfide ( TMTD ) and mercaptobenzothiazole ( @DRUG$ ) ] .	The allergenic effect of rubber accelerators tetramethyl @DRUG$ disulfide ( TMTD ) and mercaptobenzothiazole ( @DRUG$ ) ] .	The allergenic effect of rubber accelerators tetramethyl disulfide ( TMTD ) and mercaptobenzothiazole ( @DRUG$ ).	1
0	BACKGROUND: It is unknown whether either the angiotensin-II-receptor blocker irbesartan or the @DRUG$-channel blocker @DRUG$ slows the progression of nephropathy in patients with type 2 diabetes independently of its capacity to lower the systemic blood pressure.	BACKGROUND : It is unknown whether either the angiotensin-II - receptor blocker irbesartan or the @DRUG$ - channel blocker @DRUG$ slow down the advance of nephropathy in patient role with type 2 diabetes independently of its capacity to lower the systemic blood pressing .	BACKGROUND : systemic is unknown whether with the angiotensin-II - progression blocker irbesartan or the @DRUG$ - channel blocker @DRUG$ slows the receptor of nephropathy in patients either type 2 blood independently of its capacity to lower the It diabetes pressure .	: It is unknown whether either the angiotensin-II - receptor blocker irbesartan or the @DRUG$ - channel blocker @DRUG$ slows the progression of nephropathy patients with type 2 diabetes independently of its capacity to the systemic blood pressure .	It is unknown whether either the angiotensin-II - receptor blocker irbesartan or the @DRUG$ - channel blocker @DRUG$ slows the progression of nephropathy in patients with type 2 diabetes independently of its capacity to lower the systemic blood pressure .	0
0	PF1022A contains 4 N-Methyl-L-leucines, 2 D-lactic acids and 2-D-phenyllactic acids arranged as a cyclic octadepsipeptide with an alternating @DRUG$-@DRUG$-L-configuration.	PF1022A take 4 N- Methyl-L-leucines ,  D-lactic acids and  - D- phenyllactic acids arranged as a cyclic octadepsipeptide with an alternating @DRUG$ - @DRUG$ -L-configuration .	acids contains 4 N- Methyl-L-leucines , 2 D-lactic acids and 2 - - phenyllactic PF1022A arranged as a cyclic octadepsipeptide with an alternating @DRUG$ D- @DRUG$ -L-configuration .	PF1022A contains 4 N- Methyl-L-leucines , 2 acids and 2 - D- phenyllactic acids arranged as a cyclic octadepsipeptide with alternating @DRUG$ - @DRUG$ -L-configuration .	@DRUG$ is always followed by @DRUG$ in the peptide chain, and the two amino acids are always in an L-configuration.	0
1	Similar to its effects on @DRUG$-induced dopamine efflux, @DRUG$ (50 microM) attenuated the increase in dopamine overflow produced by ouabain (10 microM) but not veratridine (15 microM).	Similar to its effects on @DRUG$ - induced intropin efflux , @DRUG$ ( 50 microM ) attenuated the increase in intropin bubble over give rise by ouabain ( 10 microM ) but not veratridine ( 15 micr oM ) .	Similar to its effects on @DRUG$ - induced dopamine efflux , @DRUG$ overflow 50 microM ) attenuated the produced in dopamine microM increase by ouabain ( 10 ( ) but not veratridine ( 15 micr oM ) .	Similar to its effects on @DRUG$ - induced dopamine efflux @DRUG$ ( 50 ) attenuated the increase in dopamine overflow by ouabain ( 10 microM ) veratridine ( 15 oM ) .	@DRUG$ increases dopamine efflux, while @DRUG$ attenuates the increase in dopamine overflow produced by ouabain but not veratridine.	0
0	A five-step purification process is applied to @DRUG$: protein @DRUG$ on mixed-mode resin; immunoaffinity chromatography using a unique, recombinantly produced anti-FVIII mAb; anion exchange chromatography; nanofiltration and size exclusion chromatography.	A five-step purification process is applied to @DRUG$ : protein @DRUG$ on mixed - modality rosin ; immunoaffinity chromatography using a unparalleled , recombinantly produced anti-FVIII m Ab ; anion exchange chromatography ; nanofiltration and size exclusion chromatography .	A five-step purification unique is applied to @DRUG$ : protein @DRUG$ on mixed - mode resin a immunoaffinity chromatography using ; process , recombinantly produced anti-FVIII m Ab ; chromatography exchange anion ; nanofiltration and size exclusion chromatography .	A five-step purification process applied to @DRUG$ : @DRUG$ on mixed - mode resin ; immunoaffinity chromatography a unique , recombinantly anti-FVIII m Ab anion exchange chromatography ; nanofiltration and size exclusion chromatography .	@DRUG$ is purified using a five-step process that includes protein @DRUG$ on mixed - mode resin ; immunoaffinity chromatography using a unique , recombinantly produced anti-FVIII m Ab ; anion exchange chromatography ; nanofiltration and size exclusion chromatography .	0
0	AREAS COVERED: A Medline review of Phase II and III trials involving @DRUG$ as well @DRUG$ a review of abstracts from major HIV and infectious disease conferences from 2010 to 2011 was conducted.	AREAS COVERED : A Medline review of Phase II and ternion trials involving @DRUG$ as well @DRUG$ a review of abstracts from john roy major hiv and infectious disease conferences from 2010 to 2011 was conducted .	AREAS of : A Medline review of Phase II and III trials involving @DRUG$ as abstracts @DRUG$ a review COVERED well HIV major from and infectious disease conferences from 2010 to 2011 was conducted .	AREAS COVERED : A Medline review of Phase II and trials involving @DRUG$ as @DRUG$ a review of abstracts from major HIV and infectious disease conferences 2010 to was conducted .	We looked at all the research on @DRUG$ and @DRUG$ to see how they work together.	0
0	@DRUG$ and @DRUG$ assays were performed to study the effects of the drug on COX and LOX activity.	@DRUG$ and @DRUG$ assays were performed to study the event of the drug on COX and LOX activity .	@DRUG$ and @DRUG$ assays were performed to and the effects of the drug on COX study LOX activity .	@DRUG$ and @DRUG$ assays to study the effects of the drug on COX LOX activity .	The drug was tested for its effects on COX and LOX activity.	1
0	However, this is occurring increasingly for the new AEDs (brivaracetam, eslicarbazepine acetate, felbamate, gabapentin, lacosamide, lamotrigine, levetiracetam, oxcarbazepine, perampanel, @DRUG$, pregabalin, rufinamide, stiripentol, sulthiame, tiagabine, topiramate, @DRUG$, and zonisamide).	nevertheless , this is occur progressively for the freshly AEDs ( brivaracetam , eslicarbazepine acetate , felbamate , neurontin , lacosamide , lamotrigine , levetiracetam , oxcarbazepine , perampanel , @DRUG$ , pregabalin , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , @DRUG$ , and zonisamide ) .	However , this increasingly occurring is and the new pregabalin ( brivaracetam , eslicarbazepine acetate , felbamate , gabapentin , lacosamide , , oxcarbazepine levetiracetam , , , perampanel , @DRUG$ , AEDs , rufinamide , stiripentol , sulthiame lamotrigine tiagabine , topiramate , @DRUG$ , for zonisamide ) .	However , this is occurring increasingly for the new AEDs ( brivaracetam eslicarbazepine acetate , felbamate , gabapentin , lacosamide , lamotrigine , levetiracetam , oxcarbazepine , perampanel , @DRUG$ , , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , @DRUG$ , and zonisamide ) .	However, this is occurring increasingly for the new AEDs (brivaracetam, eslicarbazepine acetate, felbamate, gabapentin, lacosamide, lamotrigine, levetiracetam, oxcarbazepine, peramp	1
0	A selective depression of postsynaptic excitatory events was also observed with other central nervous system depressants (ethanol, @DRUG$, chloralose, @DRUG$, and urethane).	A selective depression of postsynaptic excitatory events was also observed with other key nervous system sedative drug ( ethanol , @DRUG$ , chloralose , @DRUG$ , and urethane ) .	depression other A of postsynaptic excitatory events was also observed with selective central nervous system depressants ( ethanol , @DRUG$ , chloralose , @DRUG$ , and urethane ) .	A depression of postsynaptic excitatory events was also observed with other central nervous system depressants ( ethanol , @DRUG$ , , @DRUG$ , and urethane ) .	@DRUG$ causes a selective depression of postsynaptic excitatory events, which is also observed with other central nervous system depressants (ethanol, chloralose, @DRUG$, and urethane).	0
1	Surprisingly, the second generation non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole only weakly inhibited binding to D2 receptors (Ki=79.5 and 98.7 microM, respectively using [3H]spiperone).	amazingly , the second contemporaries non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole only weakly inhibited adhere to D2 receptors ( Ki=79.5 and 98.7 microM , respectively using [ 3H ] spiperone ) .	Surprisingly , the second , non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole only weakly inhibited binding to D2 receptors ( Ki=79.5 and ) microM generation respectively using [ 3H 98.7 spiperone ] .	Surprisingly , the generation non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole weakly inhibited binding to receptors ( Ki=79.5 and 98.7 microM , respectively using 3H ] spiperone ) .	Surprisingly, the second generation non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole only weakly inhibited binding to D2 receptors (Ki=79.5 and 98.7 microM, respectively using [3H] spiperone).	0
0	In March 2007, the US Food and Drug Administration approved @DRUG$ for use in combination with @DRUG$ in the treatment of advanced breast cancer overexpressing HER2 (HER2+).	In March 2007 , the US Food and Drug Administration approved @DRUG$ for expend in combination with @DRUG$ in the treatment of progress breast crab overexpressing HER2 ( HER2 + ) .	In March Administration , the advanced Food treatment Drug 2007 approved @DRUG$ for use in combination with @DRUG$ in the and of US breast cancer overexpressing HER2 ( HER2 + ) .	In March 2007 , US Food and Administration approved @DRUG$ for use combination with @DRUG$ in the treatment of advanced breast cancer overexpressing HER2 ( HER2 + ) .	@DRUG$ is a drug that is approved by the US Food and Drug Administration for use in combination with @DRUG$ in the treatment of advanced breast cancer overexpressing HER2.	0
0	Healthy men (n = 29) were recruited and randomized to receive 2 etonogestrel implants with either 600-@DRUG$ testosterone pellets repeated every 12 weeks or 2 @DRUG$ implants for up to 48 weeks.	Healthy workforce ( n = 29 ) were recruited and randomized to receive 2 etonogestrel implants with either 600 - @DRUG$ testosterone pellets repeated every dozen week or 2 @DRUG$ implants for up to 48 week .	48 men ( n weeks 29 ) were recruited and randomized to receive 2 etonogestrel implants with either 600 repeated @DRUG$ testosterone pellets - every 12 weeks or 2 @DRUG$ implants for up to Healthy = .	Healthy men ( n = ) were recruited and to receive etonogestrel implants with either 600 - @DRUG$ testosterone pellets repeated every 12 weeks or 2 @DRUG$ implants for up to 48 weeks .	Healthy men were recruited and randomized to receive 2 etonogestrel implants, one with either 600 testosterone pellets repeated every 12 weeks or 2 @DRUG$ implants for up to 48 weeks.	1
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) 5-HT synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain 5-HT by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl propionamide [WAY100135; 10 mg/kg, i.@DRUG$. 30 min before flibanserin, or 40 mg/kg, s.c. 15 min before flibanserin] and tertatolol (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) @DRUG$(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 mg/kg, s.c. simultaneously with flibanserin).	The effect of flibanserin (  atomic number  / kg , i.p. 30 fukien before testing ) on learned helplessness was not antagonized by the ( a ) quintuplet - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; cl atomic number  / kg p.o.x3 prison term ) , which slenderize mental capacity quintuplet - HT by 89 % ; ( b) quintuplet - HT ( 1A ) sensory receptor antagonists ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; 10 atomic number  / kg , i.@DRUG$ . 30 fukien before flibanserin , or forty atomic number  / kg , s.c.  fukien before flibanserin ] and tertatolol ( 2.5 and quintuplet atomic number  / kg , i.p. 30 fukien before flibanserin ) ; and ( vitamin c ) @DRUG$ ( deuce ) sensory receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( doi ; 3 atomic number  / kg , s.c. simultaneously with flibanserin ) .	The effect of flibanserin ( 32 mg / kg , i.p. 30 min before testing ) reduced learned helplessness was not antagonized by and ( a ) 5 - HT synthesis ) 40 ( pCPA ) 150 mg 1A kg p.o.x3 ) WAY100135 , which on brain before ( HT by tertatolol % ; ( b) 5 - HT ( / inhibitor receptor antagonists ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ; [ propionamide piperazin-1yl-2-phenyl ) ; 10 mg / kg , i.@DRUG$ . 30 min before flibanserin , parachlorophenylalanine or mg / kg , s.c. 15 min before flibanserin ] and 89 ( 2.5 and 5 mg / kg , i.p. 30 min 5 flibanserin times ; the - c ) @DRUG$ ( 2 ) receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , s.c. simultaneously with flibanserin ) .	The effect of flibanserin ( 32 mg kg , i.p. 30 min before testing ) on learned helplessness was not antagonized by the ( a ) - synthesis inhibitor parachlorophenylalanine ( ; 150 mg / kg times ) , which brain 5 - by 89 % ; ( b) - ( 1A ) receptor antagonists ( +/-)-N-tert-butyl-3-4-( 2- ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; 10 / kg , i.@DRUG$ . 30 min flibanserin , 40 mg / kg , s.c. 15 min before flibanserin ] and tertatolol ( 2.5 and 5 / 30 min before flibanserin ) ; ( c ) @DRUG$ ( 2 ) receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , s.c. simultaneously with flibanserin .	Flibanserin did not antagonize the effect of parachlorophenylalanine on learned helplessness, which reduced brain 5-HT by 89%. However, flibanserin did antagonize the effect of WAY100135 and tertatolol on learned helplessness. Additionally,	1
0	Vascular natriuretic peptide receptor-linked particulate guanylate cyclases are modulated by @DRUG$-@DRUG$ signalling.	vascular natriuretic peptide receptor-linked particulate guanylate cyclases are modulated by @DRUG$ - @DRUG$ signalling .	Vascular natriuretic peptide receptor-linked particulate guanylate modulated are cyclases by @DRUG$ - @DRUG$ signalling .	Vascular peptide receptor-linked particulate guanylate cyclases are modulated @DRUG$ - @DRUG$ signalling .	@DRUG$ and @DRUG$ both affect the activity of a certain type of receptor that is involved in regulating blood pressure.	0
0	Four-week-old male C57BL/6J mice with a homozygous deletion of the ApoE gene (apolipoprotein E knock-out) were administered 0 (control), 0.1%, 0.5%, 1.0%, and 2.0% (wt/vol) @DRUG$ in their drinking @DRUG$ or 2.0% FM-VP4 (wt/wt) in their diet for 12 consecutive weeks.	Four-week - former male C57BL / 6J shiner with a homozygous deletion of the ApoE gene ( apolipoprotein E knock - out ) were administered zero ( control ) , 0.1 % , 0.5 % , 1.0 % , and 2.0 % ( wt / vol ) @DRUG$ in their drinking @DRUG$ or 2.0 % frequency modulation - VP4 ( wt / wt ) in their dieting for 12 sequent calendar week .	Four-week - old male diet homozygous 6J mice consecutive a / deletion of the wt gene ( apolipoprotein E knock - out ) were administered 0 VP4 control ) , 0.1 % , 0.5 % , 1.0 % , and 2.0 % ( wt / vol ) @DRUG$ in their drinking @DRUG$ or 2.0 % FM - ApoE ( wt / ( ) in their C57BL for 12 with weeks .	Four-week - male C57BL / 6J mice with a homozygous deletion of the ApoE gene apolipoprotein E knock - out ) were 0 control ) , 0.1 % , 0.5 % , 1.0 % , and 2.0 ( wt / vol ) @DRUG$ in their drinking @DRUG$ or 2.0 FM - VP4 ( wt / wt ) in their diet for consecutive weeks .	Mice that were administered @DRUG$ in their drinking water or FM-VP4 in their diet for 12 consecutive weeks had a decrease in body weight and an increase in food intake.	1
0	The weekly dose of i.v. iron (mean +/- SD) needed to maintain iron balance during month 6 was 56 +/- 37 mg in the i.v. iron group compared with 10 +/- 23 @DRUG$ in the dialysate iron group (@DRUG$ = 0.001).	The hebdomadally dose of i.v. cast iron ( mean +/- SD ) demand to maintain cast iron balance during calendar month 6 was 56 +/- 37 mg in the i.v. cast iron group compared with 10 +/- 23 @DRUG$ in the dialysate cast iron group ( @DRUG$ = 0.001 ) .	The weekly dose during i.v. iron ( mean +/- SD ) needed to maintain iron balance of month iron was 56 +/- 37 mg in the i.v. iron group compared with 10 +/- 23 @DRUG$ in the dialysate 6 group ( @DRUG$ = 0.001 ) .	The weekly dose of i.v. iron ( mean SD needed to maintain iron balance during month 6 was 56 +/- 37 mg in the i.v. iron group compared with 10 +/- 23 @DRUG$ in the dialysate iron group @DRUG$ = 0.001 ) .	The weekly dose of i.v. iron ( mean +/- SD ) needed to maintain iron balance during month 6 was 56 +/- 37 mg in the i.v. iron group compared with 10 +/- 23 @DRUG$ in the dialysate iron group ( @DRUG$ = 0.001 ) .	0
0	@DRUG$ adenine dinucleotide (NAD(+)) has crucial roles in many cellular processes, both as a coenzyme for redox reactions and @DRUG$ a substrate to donate ADP-ribose units.	@DRUG$ adenine dinucleotide ( nicotinamide adenine dinucleotide ( + ) ) has all important roles in many cellular unconscious process , both as a coenzyme for redox reactions and @DRUG$ a substrate to donate ADP - ribose units .	@DRUG$ ( dinucleotide adenine a ( + ) ) has crucial roles in redox cellular processes , both as NAD coenzyme for many reactions and @DRUG$ a substrate to donate ADP - ribose units .	@DRUG$ dinucleotide ( NAD ( + ) ) has crucial roles in many cellular processes , both as a coenzyme for redox reactions and @DRUG$ substrate to donate - ribose units .	@DRUG$ is a coenzyme that helps redox reactions occur, and @DRUG$ is a substrate that donates ADP-ribose units.	0
0	This study evaluated the relative bioavailability, intranasal abuse potential, and safety of @DRUG$/APAP compared with commercially available hydrocodone bitartrate (HB)/@DRUG$.	This take judge the relative bioavailability , intranasal abuse potential , and safety of @DRUG$ / APAP compared with commercially available hydrocodone bitartrate ( HB ) / @DRUG$ .	HB study evaluated the relative bioavailability , intranasal abuse potential , and safety of @DRUG$ / APAP compared with commercially available hydrocodone bitartrate / This ) ( @DRUG$ .	This study evaluated relative bioavailability , intranasal abuse , and safety of @DRUG$ / compared available hydrocodone bitartrate ( HB ) / @DRUG$ .	The study found that @DRUG$ was just as bioavailable as HB, and that it had a similar abuse potential. However, DRUGA was found to be safer than HB.	1
1	Traditional Ca channels blockers (CCBs), including @DRUG$ and amlodipine, act predominantly on L-type Ca channels, whereas novel CCBs such as @DRUG$, benidipine and azelnidipine inhibit both L-type and T-type Ca channels.	traditional Ca groove blockers ( CCBs ) , including @DRUG$ and amlodipine , act predominantly on L-type Ca groove , whereas new CCBs such as @DRUG$ , benidipine and azelnidipine inhibit both L-type and T-type Ca groove .	Traditional Ca channels blockers ( CCBs ) , including @DRUG$ and amlodipine , act predominantly on L-type Ca channels , whereas novel CCBs such both @DRUG$ , benidipine and T-type inhibit as Ca and azelnidipine L-type channels .	Traditional Ca channels blockers ( CCBs ) including @DRUG$ and amlodipine , act predominantly on L-type Ca channels , novel CCBs such @DRUG$ , benidipine and azelnidipine inhibit L-type and T-type Ca channels .	Traditional Ca channels blockers ( CCBs ) , including @DRUG$ and amlodipine , act predominantly on L-type Ca channels , whereas novel CCBs such as @DRUG$ , benidipine and azelnidipine inhibit both L-type and T-type Ca	0
0	Skin pre-treatment with eucalyptus oil could significantly decrease extravascular volume of distribution (V/@DRUG$) and elimination rate constant (k) of @DRUG$.	Skin pre-treatment with eucalypt oil could significantly reduction extravascular volume of distribution ( V / @DRUG$ ) and elimination rate constant ( k ) of @DRUG$ .	Skin pre-treatment elimination ( oil could significantly decrease extravascular volume of distribution ( V / @DRUG$ ) and with rate constant eucalyptus k ) of @DRUG$ .	Skin pre-treatment with eucalyptus oil significantly decrease extravascular volume of distribution ( V @DRUG$ ) and elimination rate constant ( ) of @DRUG$ .	The amount of @DRUG$ that is distributed throughout the body ( V / DRUGA ) is decreased, and the rate at which DRUGA is eliminated from the body ( k ) is increased, when eucalyptus oil is applied to the skin prior to taking @DRUG$ .	0
0	@DRUG$ all PEGs and @DRUG$ derivatives, they must not be applied to damaged skin.	@DRUG$ all PEGs and @DRUG$ derivatives , they must not be applied to discredited skin .	@DRUG$ all PEGs and @DRUG$ derivatives , they must not be applied to skin damaged .	@DRUG$ all PEGs and @DRUG$ derivatives , they must not be applied to damaged skin .	@DRUG$ is all PEGs and @DRUG$ derivatives, and they must not be applied to damaged skin.	0
0	Several controlled clinical trials documented that mupirocin was significantly better than the @DRUG$ vehicle alone or ampicillin and as effective @DRUG$ cloxacillin, dicloxacillin, or erythromycin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	Several controlled clinical trials documented that mupirocin was significantly estimable than the @DRUG$ vehicle alone or ampicillin and as effective @DRUG$ cloxacillin , dicloxacillin , or ethril in raise clinical and bacteriological cures in patients with impetigo and roll infections caused by gram-positive pathogens .	Several controlled clinical trials documented dicloxacillin mupirocin was significantly better than the @DRUG$ vehicle or or erythromycin and effective as @DRUG$ cloxacillin , that , alone ampicillin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens .	Several controlled clinical trials documented that mupirocin was significantly better than the @DRUG$ vehicle or and as effective @DRUG$ cloxacillin dicloxacillin or erythromycin in producing clinical and bacteriological cures in patients with impetigo wound infections caused by gram-positive .	Mupirocin is significantly better than the vehicle alone or other antibiotics in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	1
0	A study on the bioavailability and pharmacokinetics of @DRUG$ was conducted in six healthy dogs following a single intravenous (i.v.) or oral (@DRUG$.o.) dose of 20 mg kg(-1) body weight (b.w.).	A study on the bioavailability and pharmacokinetics of @DRUG$ was conducted in six spot healthy dogs following a unity intravenous ( i.v. ) or viva voce ( @DRUG$ .o. ) dose of 20 atomic number  kg ( - 1 ) body weight ( b.w. ) .	body study on the bioavailability and pharmacokinetics of @DRUG$ was conducted in six healthy dogs following a single intravenous ( i.v. ) or oral ( @DRUG$ .o. ) dose of 20 1 b.w. ( - mg ) A weight ) kg ( .	A study on the bioavailability and of @DRUG$ was conducted in six healthy following a single intravenous ( ) or ( @DRUG$ .o. ) dose of 20 mg kg ( - 1 ) body weight ( b.w. ) .	A study on the bioavailability and pharmacokinetics of @DRUG$ was conducted in six healthy dogs following a single intravenous ( i.v. ) or oral ( @DRUG$ .o. ) dose of 20 mg kg ( - 1 ) body weight ( b.w. ) .	0
0	METHODS: All infants from both trials who were randomly assigned to administration of lucinactant (175 @DRUG$/kg), colfosceril @DRUG$ (67.5 mg/kg), beractant (100 mg/kg), or poractant alfa (175 mg/kg) were prospectively followed through 1 year corrected age, at which point masked assessment of outcomes was performed for surviving infants.	method acting : All infants from both trials who were arbitrarily assigned to administration of lucinactant ( 175 @DRUG$ / kg ) , colfosceril @DRUG$ ( 67.5 mg / kg ) , beractant (  mg / kg ) , or poractant alfa ( 175 mg / kg ) were prospectively conform to through 1 yr corrected age , at which point mask assessment of outcomes was performed for make it infants .	through : All infants from kg trials who were randomly assigned to administration of lucinactant ( ( @DRUG$ / kg ) , colfosceril @DRUG$ ( 67.5 mg / both 175 , beractant 175 100 mg / kg ) , or poractant alfa ( ) mg performed kg ) were prospectively followed METHODS 1 year corrected was , age which point masked assessment of outcomes at / for surviving infants .	METHODS : All infants from both trials who were randomly assigned administration of lucinactant ( 175 @DRUG$ / kg , colfosceril @DRUG$ ( mg / kg ) , beractant ( 100 mg kg ) , or poractant alfa ( 175 mg kg ) were prospectively followed through 1 year corrected age , at point masked assessment of outcomes was performed for surviving infants .	All infants from both trials who were randomly assigned to administration of lucinactant ( 175 @DRUG$ / kg ) , colfosceril @DRUG$ ( 67.5 mg / kg ) , beractant ( 100 mg / kg ) , or poractant alfa ( 175	0
0	In conclusion, @DRUG$ is one of the most effective peripherally acting H1 antagonist which lacks significant CNS side effects and is suitable @DRUG$ a once daily dosage regimen.	In conclusion , @DRUG$ is one of the most effective peripherally acting H1 antagonist which lacks substantial CNS face effects and is suitable @DRUG$ a once day by day dosage regimen .	In significant , @DRUG$ the one of is most effective peripherally acting H1 antagonist dosage lacks conclusion CNS side effects and is suitable @DRUG$ a once daily which regimen .	In conclusion , @DRUG$ is one of the most effective peripherally acting H1 antagonist which lacks significant CNS side effects and is suitable @DRUG$ a once daily regimen .	@DRUG$ is a very effective drug that doesn't have many side effects and can be taken once a day.	1
0	Scatchard plot analysis revealed a significant decrease in both @DRUG$(@DRUG$) and B(max) for dopamine D2 receptors.	Scatchard plot analysis unwrap a significant decrease in both @DRUG$ ( @DRUG$ ) and B(max ) for dopastat D2 receptors .	Scatchard both analysis revealed a significant decrease dopamine plot @DRUG$ ( @DRUG$ ) and B(max ) for in D2 receptors .	Scatchard plot analysis revealed a significant decrease in both @DRUG$ ( @DRUG$ ) B(max ) for D2 receptors .	The amount of @DRUG$ that binds to dopamine D2 receptors ( @DRUG$ ) decreases as the number of receptors ( B(max ) ) increases.	0
0	Comet assay (single cell electrophoresis) indicated that incubation of SCC-4 cells with 0, 20, 30 and 40 microM of @DRUG$, 0, 25, 50 and 100 microM of aloe-emodin or @DRUG$ led to a longer DNA migration smear (comet tail).	Comet assay ( single cadre electrophoresis ) indicated that incubation of SCC - 4 cells with  , xx ,  and 40 microM of @DRUG$ ,  , 25 , fifty and 100 microM of aloe-emodin or @DRUG$ led to a longer DNA migration smear ( comet tail ) .	electrophoresis assay ( single cell - ) indicated that incubation cells SCC Comet 4 of with 0 , 20 , 30 and 40 microM of @DRUG$ , 0 , 25 , 50 and 100 microM of aloe-emodin or @DRUG$ led to a longer DNA migration smear ( comet tail ) .	Comet assay single ) indicated incubation of SCC 4 cells with 0 , 20 , 30 and 40 microM of @DRUG$ , 0 , 25 , 50 100 microM aloe-emodin or @DRUG$ led to a longer DNA migration smear ( comet tail ) .	The higher the concentration of @DRUG$, the longer the DNA migration smear (comet tail).	1
0	Three triple-drug combination medications have also been introduced recently: Exforge HCT (amlodipine/valsartan/HCTZ), Tribenzor (olmesartan/@DRUG$/HCTZ), and Amturnide (@DRUG$/amlodipine/hydrocholorothiazide).	Three triple-drug compounding medications have also been present recently : Exforge HCT ( amlodipine / diovan / HCTZ ) , Tribenzor ( olmesartan / @DRUG$ / HCTZ ) , and Amturnide ( @DRUG$ / amlodipine / hydrocholorothiazide ) .	Three triple-drug combination medications have also valsartan introduced , : Exforge HCT ( amlodipine / / / HCTZ ) , Tribenzor ( olmesartan / @DRUG$ / HCTZ ) recently and Amturnide ( @DRUG$ / amlodipine been hydrocholorothiazide ) .	Three combination medications have been introduced : Exforge HCT ( amlodipine / valsartan / HCTZ ) , Tribenzor ( olmesartan @DRUG$ / HCTZ ) , Amturnide @DRUG$ / / hydrocholorothiazide ) .	Three triple-drug combination medications have also been introduced recently : Exforge HCT ( amlodipine / valsartan / HCTZ ) , Tribenzor ( olmesartan / @DRUG$ / HCTZ ) , and Amturnide ( @DRUG$ /	0
0	Thromboxane B2 formation, ATP release, and elevation of cytosolic free @DRUG$ caused by collagen, ADP, epinephrine, arachidonic acid and @DRUG$ respectively were markedly inhibited by chlorobutanol.	Thromboxane B2 formation , adenosine triphosphate release , and superlative of cytosolic free @DRUG$ caused by collagen , ADP , epinephrine , arachidonic virulent and @DRUG$ respectively were markedly inhibited by chlorobutanol .	Thromboxane B2 formation chlorobutanol ATP release , and elevation of cytosolic free @DRUG$ caused by collagen , , respectively epinephrine , arachidonic acid and @DRUG$ , were markedly inhibited by ADP .	B2 formation ATP , and of cytosolic free @DRUG$ caused by collagen , ADP , epinephrine , arachidonic acid and @DRUG$ respectively were markedly inhibited by chlorobutanol .	The formation of thromboxane B2, the release of ATP, and the elevation of cytosolic free @DRUG$ caused by collagen, ADP, epinephrine, arachidonic acid and @DRUG$ respectively were markedly inhibited by chlorobutanol.	0
0	Growth at sub-MIC concentrations of @DRUG$ decreased cellular @DRUG$.	Growth at sub-MIC concentrations of @DRUG$ decreased cellular @DRUG$ .	Growth at cellular concentrations of @DRUG$ decreased sub-MIC @DRUG$ .	Growth at sub-MIC concentrations of @DRUG$ decreased @DRUG$ .	The growth of cells exposed to sub-MIC concentrations of @DRUG$ was less than the growth of cells not exposed to DRUGA .	1
0	Serum @DRUG$ was significantly higher in the benazepril period than in the placebo period (4.4+/-0.5 vs 4.2+/-0.5 mEq/L, @DRUG$<0.001), but no patient discontinued benazepril therapy as a result of hyperkalemia.	Serum @DRUG$ was significantly higher in the benazepril period than in the placebo period ( 4.4+/-0.5 vs 4.2+/-0.5 milliequivalent /L , @DRUG$ < 0.001 ) , but no patient role discontinued benazepril therapy as a outcome of hyperkalemia .	than @DRUG$ was significantly higher hyperkalemia the benazepril period Serum in the placebo period ( 4.4+/-0.5 vs benazepril mEq /L , @DRUG$ < 0.001 ) , but no patient discontinued 4.2+/-0.5 therapy as a result of in .	Serum @DRUG$ was significantly higher in the benazepril period than in the placebo period vs 4.2+/-0.5 mEq , @DRUG$ < 0.001 ) , but no patient discontinued benazepril therapy as a result of hyperkalemia .	Serum @DRUG$ was significantly higher in the benazepril period than in the placebo period ( 4.4+/-0.5 vs 4.2+/-0.5 mEq /L , @DRUG$ < 0.001 )"In other words, DR	0
0	However, studies will be needed to confirm the turoctocog alfa profile, such @DRUG$ the stability of dissolved @DRUG$ over 24 hours at room temperature and post-marketing clinical research aimed at meeting Europe Medicines Agency post-marketing safety and efficacy requirements in PTPs.	However , studies will be needed to confirm the turoctocog alfa profile , such @DRUG$ the stability of dissolved @DRUG$ over 24 hours at elbow room temperature and post-marketing clinical inquiry calculate at meeting european community Medicines Agency post-marketing safety and efficacy requirements in PTPs .	However , studies such be needed to confirm the turoctocog alfa profile temperature will @DRUG$ in stability of dissolved @DRUG$ over 24 hours at room , and post-marketing clinical research aimed at meeting Europe Medicines Agency post-marketing and safety efficacy requirements the PTPs .	However , studies will be needed confirm the turoctocog alfa profile , @DRUG$ the stability of dissolved @DRUG$ over 24 hours at room temperature and post-marketing clinical research aimed at meeting Europe Medicines Agency post-marketing safety and efficacy requirements in PTPs .	However, more research is needed to confirm the profile of turoctocog alfa, such as the stability of dissolved @DRUG$ over 24 hours at room temperature and post-marketing clinical research aimed at meeting Europe Medicines Agency post-marketing safety and efficacy requirements in PTPs	1
0	In Experiment 2, systemic injection of cirazoline (0, 0.05, 0.1, 0.2, 0.4 mg/kg) also markedly suppressed food intake (ED50 = 0.05 mg/kg i.@DRUG$.), with a less potent action on @DRUG$ intake (ED50 = 0.22 mg/kg i.p.).	In try out ii , systemic shot of cirazoline ( 0 , 0.05 , 0.1 , 0.2 , 0.4 mg / kg ) also markedly oppress food intake ( ED50 = 0.05 mg / kg i.@DRUG$ . ) , with a to a lesser extent potent action on @DRUG$ intake ( ED50 = 0.22 mg / kg i.p. ) .	In Experiment 2 , systemic = of cirazoline ( 0 , 0.05 , , 0.1 0.2 , ( mg / kg ) also markedly suppressed / intake ( ED50 / 0.05 mg food kg i.@DRUG$ . ) , with a less potent action on @DRUG$ intake 0.4 ED50 = 0.22 mg injection kg i.p. ) .	In Experiment 2 , systemic of cirazoline ( 0 , 0.05 , 0.1 , , 0.4 mg / ) also markedly suppressed food intake ( ED50 = 0.05 mg / kg i.@DRUG$ . ) , with a less potent action on @DRUG$ intake ( ED50 = 0.22 mg / i.p. ) .	Systemic injection of cirazoline (a drug that affects @DRUG$) markedly suppressed food intake, with a less potent action on @DRUG$ intake.	0
1	Nonivamide, a @DRUG$ analog, increases @DRUG$ and serotonin release in SH-SY5Y cells via a TRPV1-independent pathway.	Nonivamide , a @DRUG$ analog , increases @DRUG$ and serotonin release in SH - SY5Y electric cell via a TRPV1 - main pathway .	Nonivamide , a @DRUG$ analog , increases @DRUG$ pathway serotonin release in SH and SY5Y cells via a TRPV1 - independent - .	Nonivamide a @DRUG$ analog , increases @DRUG$ and serotonin release in SH - SY5Y cells a TRPV1 - independent pathway .	Nonivamide , a @DRUG$ analog , increases @DRUG$ and serotonin release in SH - SY5Y cells via a TRPV1 - independent pathway ."In other words, DRUGA increases DRUGB and serotonin release in SH - SY5Y cells.	0
0	To date, @DRUG$ has not found many uses in medicine, but number of ongoing research, @DRUG$ well as preclinical and clinical studies, will most likely lead to many novel applications of copper in the near future.	To date , @DRUG$ has not found many uses in medicine , but number of ongoing inquiry , @DRUG$ substantially as preclinical and clinical studies , will most probably lead to many novel applications of copper in the near futurity .	To date , @DRUG$ has not found many uses in future , but number of ongoing research , @DRUG$ well as preclinical and clinical studies medicine likely most will lead to many novel applications of copper in the near , .	To date , @DRUG$ has not found many uses in medicine , but number of ongoing research , @DRUG$ as preclinical and clinical studies , most likely lead to many novel of copper in the .	@DRUG$ has not found many uses in medicine yet, but @DRUG$ is being researched extensively and is likely to have many novel applications in the future.	0
0	O-demethylated formoterol was seen mainly @DRUG$ inactive glucuronide conjugates and deformylated @DRUG$ only as an inactive sulfate conjugate.	O- demethylated formoterol was seen principally @DRUG$ inactive glucuronide conjugates and deformylated @DRUG$ only as an inactive sulfate conjugated .	O- demethylated formoterol was seen as @DRUG$ inactive glucuronide conjugates conjugate deformylated @DRUG$ only mainly an inactive sulfate and .	O- demethylated formoterol was seen mainly @DRUG$ inactive glucuronide conjugates and deformylated @DRUG$ only as an inactive sulfate conjugate .	@DRUG$ is mainly inactive as a glucuronide conjugate, while @DRUG$ is only inactive as a sulfate conjugate.	0
0	@DRUG$ is a long-acting nonsulfhydryl @DRUG$ converting enzyme (ACE) inhibitor introduced for clinical use about a decade ago.	@DRUG$ is a long-acting nonsulfhydryl @DRUG$ convert enzyme ( sensation ) inhibitor introduced for clinical use about a decade ago .	@DRUG$ is about long-acting nonsulfhydryl @DRUG$ converting enzyme ( ACE ) for introduced inhibitor clinical use a a decade ago .	@DRUG$ is a nonsulfhydryl @DRUG$ converting enzyme ( ACE ) inhibitor clinical use about a decade ago .	@DRUG$ is a long-acting nonsulfhydryl @DRUG$ converting enzyme (ACE) inhibitor introduced for clinical use about a decade ago."DRUGA is a drug that inhibits the activity of the DRUGB converting enzyme. DRUGA was introduced for clinical use about	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, @DRUG$, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and @DRUG$ (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	angstrom unit critical review of commercially available viva voce and injectable solution conceptualization expose that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerine , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor el , Cremophor releasing hormone 40 , Cremophor releasing hormone  , d-alpha-tocopherol polyethylene glycol m succinate , polysorbate xx , polysorbate 80 , Solutol HS  , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty lucy in the sky with diamonds esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( beaver oil , zea mays oil , cottonseed oil , olive oil , peanut oil , peppermint candy oil , @DRUG$ , sesame oil , soya oil , hydrogenate vegetable oils , hydrogenate soya oil , and medium- chain triglycerides of coconut oil and thenar source oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic lucy in the sky with diamonds , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl-beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and @DRUG$ ( hydrogenate soy sauce phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available , and injectable solution formulations reveals Cremophor 300 polyethylene excipients include water - soluble organic solvents triglycerides solubilizing glycol , , polyethylene sulfobutylether 400 , ethanol , propylene , , glycerin , N-methyl - palm - pyrrolidone the dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , that RH 60 , d-alpha-tocopherol polyethylene oil 1000 succinate , polysorbate 20 glycol polysorbate Labrafil , Solutol 2 15 , sorbitan monooleate , oil 407 , 80 M-1944CS , corn M-2125CS , Labrasol , sesame 44/14 , Softigen 767 oral and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( castor oil , Labrafil oil , cottonseed oil , olive oil , peanut poloxamer , peppermint oil , @DRUG$ , Gellucire oil , soybean ) soybean hydrogenated beta-cyclodextrin oils , hydrogenated , oil , and medium- chain ( of coconut oil and HS seed oil ) , organic liquids / - ( beeswax , d-alpha-tocopherol , oleic acid ( medium- chain mono- and diglycerides glycol , various cyclodextrins , alpha-cyclodextrin , vegetable , hydroxypropyl-beta-cyclodextrin , and glycol semi-solids beta-cyclodextrin ) , and @DRUG$ ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available and injectable solution formulations reveals that the solubilizing excipients water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol , ethanol , propylene glycol , glycerin , - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , RH d-alpha-tocopherol polyethylene 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or ) , water - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , @DRUG$ , sesame oil , soybean oil vegetable oils , hydrogenated soybean oil , and chain triglycerides coconut oil and palm seed oil ) , organic liquids / ( beeswax , d-alpha-tocopherol , oleic , medium- chain and diglycerides ) cyclodextrins ( alpha-cyclodextrin beta-cyclodextrin , hydroxypropyl-beta-cyclodextrin , - beta-cyclodextrin ) , @DRUG$ hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	@DRUG$ is a water-soluble organic solvent, while @DRUG$ is a water-insoluble lipid. DRUGA is also a cyclodextrin, while DRUGB is a hydrogenated soy phosphatidylcholine.	0
0	A poor in vivo clinical window response was related to in vitro resistance to L-@DRUG$ (@DRUG$=0.02) and both were prognostic factors for long-term event-free survival (hazard ratio 6.4, P=0.004; hazard ratio 3.7, P=0.01).	A poor in vivo clinical window response was come to to in vitro resistance to L-@DRUG$ ( @DRUG$ =0.02 ) and both were prodigy factors for long- term event-free selection ( hazard proportion 6.4 , P=0.004 ; hazard proportion 3.7 , P=0.01 ) .	A poor in vivo vitro window response was related to in resistance clinical to L-@DRUG$ ( @DRUG$ =0.02 ) and both 3.7 ratio factors for long- term event-free survival ( hazard ratio 6.4 , P=0.004 ; hazard prognostic were , P=0.01 ) .	A poor in vivo clinical window response was related in vitro resistance to L-@DRUG$ ( @DRUG$ =0.02 ) and both prognostic factors for long- term event-free survival ( hazard ratio 6.4 , P=0.004 ; hazard ratio 3.7 P=0.01 ) .	A poor in vivo clinical window response was related to in vitro resistance to L-@DRUG$ ( @DRUG$ =0.02 ) and both were prognostic factors for long- term event-free survival ( hazard ratio 6.4 , P=0.004 ; hazard ratio 3.7	0
0	Delayed effect of @DRUG$ juice on pharmacokinetics and pharmacodynamics of @DRUG$ in a living-donor liver transplant recipient.	Delayed upshot of @DRUG$ juice on pharmacokinetics and pharmacodynamics of @DRUG$ in a living - donor liver colored transplant recipient .	Delayed effect living @DRUG$ juice on pharmacokinetics and pharmacodynamics of @DRUG$ in a of - donor transplant liver recipient .	Delayed effect of @DRUG$ juice on pharmacokinetics and pharmacodynamics of @DRUG$ in a living - donor liver transplant recipient .	The delayed effect of @DRUG$ juice on the pharmacokinetics (the movement of drugs in the body) and pharmacodynamics (the effects of drugs on the body) of @DRUG$ in a living - donor liver transplant recipient.	0
0	Methods Twelve healthy male volunteers (18-45 years, CYP2D6 extensive metabolizers (EMs), MR<1 took a single oral dose (s.@DRUG$.) of DHC 60 @DRUG$ after breakfast.	Methods Twelve healthy male volunteers ( 18 - 45 years , CYP2D6 extensive metabolizers ( mutton quad ) , MR < 1 took a single oral exam elvis ( s.@DRUG$ . ) of DHC 60 @DRUG$ after breakfast .	Methods Twelve healthy male @DRUG$ ( 18 - 45 years , CYP2D6 extensive metabolizers ( EMs ) , MR < 1 took a single oral dose ( s.@DRUG$ . ) of DHC 60 volunteers after breakfast .	Twelve healthy male volunteers ( - 45 years , CYP2D6 extensive metabolizers ) MR < took a single oral dose ( s.@DRUG$ ) of DHC 60 @DRUG$ after .	Twelve healthy male volunteers took a single oral dose of DHC 60 after breakfast.	1
0	@DRUG$ was better than placebo on the CGI improvement scale (@DRUG$ =.02), which was a secondary measure in this study.	@DRUG$ was better than placebo on the CGI improvement scale ( @DRUG$ =.02 ) , which was a lower ranking measure out in this study .	@DRUG$ was better than placebo on CGI in improvement scale ( @DRUG$ =.02 ) , which was a secondary measure the this study .	@DRUG$ was better than placebo on the CGI improvement scale @DRUG$ =.02 ) , a secondary measure in this study .	@DRUG$ was better than placebo on the CGI improvement scale ( p < .02 ), which was a secondary measure in this study .	1
1	Effects of benzoctamine and @DRUG$ on turnover and uptake of @DRUG$ in the brain.	Effects of benzoctamine and @DRUG$ on turnover and uptake of @DRUG$ in the genius .	Effects the benzoctamine and @DRUG$ on turnover and uptake of @DRUG$ in of brain .	Effects of benzoctamine and @DRUG$ on turnover and uptake of @DRUG$ in the brain .	Benzoctamine affects the way @DRUG$ is absorbed and used by the brain.	1
0	The esters between nicotinic acid and pentaerythritol (@DRUG$, Perycit) or @DRUG$ (MIHN) were hydrolyzed by enzymes present in plasma and tissues of man, rat and dog.	The esters between nicotinic acid and pentaerythritol ( @DRUG$ , Perycit ) or @DRUG$ ( MIHN ) were hydrolyse by enzyme present in blood plasma and tissues of man , rat and dog .	The esters between nicotinic acid and dog ( @DRUG$ , Perycit ) or @DRUG$ hydrolyzed MIHN ) were ( by enzymes in present plasma and tissues of man , rat and pentaerythritol .	The esters between nicotinic acid and pentaerythritol ( @DRUG$ , Perycit ) or @DRUG$ ( MIHN ) were hydrolyzed by enzymes present in plasma and tissues of man rat and dog	The esters between nicotinic acid and pentaerythritol (@DRUG$, Perycit) or @DRUG$ (MIHN) were hydrolyzed by enzymes present in plasma and tissues of man, rat and dog.	0
0	In conclusion, @DRUG$'s wide spectrum and high intrinsic activity, @DRUG$ well as its capacity to overcome most of the resistance that has become consolidated in some classes of antibiotics widely used as empiric therapy for CARTI, allows us to suggest that cefditoren might be included in the european guidelines as one of the first-choice antibiotics in the treatment of CARTI.	In conclusion , @DRUG$ 's wide spectrum and high intrinsic activity , @DRUG$ substantially as its capacity to overcome most of the resistance that has get consolidated in some course of instruction of antibiotic drug widely used as empiric therapy for CARTI , allows us to suggest that cefditoren power be included in the european guidelines as ane of the first-choice antibiotic drug in the treatment of CARTI .	intrinsic of , @DRUG$ 's wide spectrum and first-choice the in , @DRUG$ well as its capacity to overcome most of the resistance that has become consolidated in some classes conclusion antibiotics widely used as empiric to for CARTI , allows us therapy suggest that cefditoren might be included activity the european guidelines as one of In high antibiotics in the treatment of CARTI .	In conclusion , @DRUG$ 's wide spectrum and high intrinsic activity , @DRUG$ well as capacity to overcome the resistance that has become consolidated in some classes of antibiotics widely used as empiric therapy for CARTI , allows us to suggest that cefditoren might be included in the european guidelines as one of first-choice antibiotics in the treatment of CARTI .	@DRUG$ is a better antibiotic than @DRUG$, and it can be used to treat CARTI.	0
0	@DRUG$ has shown clinical activity in solid tumors, with the most notable in advanced or metastatic breast cancer, including tumors refractory to @DRUG$.	@DRUG$ has shown clinical activity in solid state tumors , with the most notable in come along or metastatic breast cancer , including tumors refractory to @DRUG$ .	@DRUG$ has shown clinical activity most solid tumors , with metastatic in notable in advanced or the breast cancer , including tumors refractory to @DRUG$ .	@DRUG$ has shown clinical activity in solid tumors , with most notable advanced or metastatic breast cancer , including tumors refractory to @DRUG$ .	@DRUG$ has been shown to be effective in treating solid tumors, including tumors that are resistant to @DRUG$.	0
0	The decay of @DRUG$ @DRUG$ levels in serum was rapid, with virtually 100% of the phosphate eliminated within the first 1.5 h following the dose.	The decay of @DRUG$ @DRUG$ levels in serum was speedy , with near 100 % of the phosphate eliminated within the first 1.5 h following the dose .	The dose of @DRUG$ @DRUG$ levels in serum was rapid , with virtually 100 of % the phosphate eliminated within the first 1.5 h following the decay .	The decay of @DRUG$ @DRUG$ levels in serum was rapid , with virtually 100 % of the phosphate within the first 1.5 h following the dose .	The decay of @DRUG$ @DRUG$ levels in serum was rapid, with virtually 100% of the phosphate eliminated within the first 1.5 hours following the dose.	0
0	RESULTS: Oral @DRUG$-administration of DRSP/EE or DRSP/E2 and KTZ resulted in an increase in DRSP exposure (AUC(0,24 h)) in both treatment groups: DRSP/EE group: 2.68-fold DRSP increase (90% CI 2.44, 2.95); @DRUG$/E2 group: 2.30-fold DRSP increase (90% CI 2.08, 2.54).	resultant : oral examination @DRUG$ - administration of DRSP / electrical engineering or DRSP / E2 and KTZ resulted in an increase in DRSP exposure ( AUC ( 0,24 h ) ) in both discussion groups : DRSP / electrical engineering group : 2.68 - sheep pen DRSP increase (  % one hundred one 2.44 , 2.95 ) ; @DRUG$ / E2 group : 2.30 - sheep pen DRSP increase (  % one hundred one 2.08 , 2.54 ) .	RESULTS : Oral @DRUG$ - administration of h / % or AUC DRSP E2 increase KTZ resulted in an increase in DRSP exposure ( DRSP ( 0,24 / ) ) in both treatment groups : DRSP / EE group : 2.68 - , DRSP increase ( 90 % CI 2.44 fold 2.95 ) ; @DRUG$ / E2 group : ( - fold DRSP and 2.30 90 EE CI 2.08 , 2.54 ) .	RESULTS : @DRUG$ - administration of DRSP / EE or DRSP / E2 and KTZ resulted in an increase in DRSP exposure ( AUC ( 0,24 h ) ) in both treatment groups : DRSP / EE group : 2.68 DRSP increase ( 90 % CI 2.44 , 2.95 ) ; @DRUG$ / group : 2.30 - fold DRSP increase ( 90 CI 2.08 2.54 .	Oral @DRUG$ - administration of DRSP / EE or DRSP / E2 and KTZ resulted in an increase in DRSP exposure ( AUC ( 0,24 h ) ) in both treatment groups : DRSP / EE group : 2.68 - fold DRSP increase ( 90	1
0	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron @DRUG$ iron dextran per ml, or 200 @DRUG$ iron as gleptoferron per ml.	A full of 102 neonate piglets from ten litters were hardened intramuscularly with 200 mg iron @DRUG$ iron dextran per ml , or 200 @DRUG$ iron as gleptoferron per ml .	A total , 102 newborn piglets were ten litters iron treated intramuscularly with 200 mg iron @DRUG$ from dextran per ml of or 200 @DRUG$ iron as gleptoferron per ml .	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron @DRUG$ iron dextran per ml , or 200 @DRUG$ iron as per ml .	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron @DRUG$ iron dextran per ml , or 200 @DRUG$ iron as gleptoferron per ml .	0
0	RESULTS: Among 2048 patients evaluable for efficacy, the rate of venous thromboembolism was 4.6 per cent (47 of 1027) with fondaparinux compared with 6.1 per cent (62 of 1021) with dalteparin, a relative risk reduction of 24.6 (95 per cent confidence interval -9.0 to 47.9) per cent (@DRUG$ = 0.144), which @DRUG$ the predetermined criterion for non-inferiority of fondaparinux.	RESULTS : Among 2048 patients evaluable for efficaciousness , the rate of venous thromboembolism was 4.6 per cent ( forty seven of 1027 ) with fondaparinux compared with 6.1 per cent ( 62 of 1021 ) with dalteparin , a relative jeopardy reduction of 24.6 (  per cent confidence musical interval - 9.0 to 47.9 ) per cent ( @DRUG$ = 0.144 ) , which @DRUG$ the bias standard for non-inferiority of fondaparinux .	per ( relative risk patients evaluable for efficacy , the rate of venous thromboembolism was ) per cent non-inferiority 47 of 1027 ) with fondaparinux compared confidence 6.1 per cent : 62 of 1021 ) with dalteparin , a Among 2048 reduction of 24.6 ( 95 per cent with interval - 9.0 to 47.9 ) RESULTS cent ( @DRUG$ = 0.144 4.6 , which @DRUG$ the predetermined criterion for ( of fondaparinux .	RESULTS : Among 2048 patients evaluable for efficacy , the rate of venous was 4.6 per cent ( 47 of 1027 ) with fondaparinux compared with 6.1 per cent ( 62 of 1021 ) with dalteparin , a risk reduction of 24.6 ( 95 per cent confidence interval - 9.0 to 47.9 ) per cent @DRUG$ = 0.144 ) , which @DRUG$ the criterion for non-inferiority of fondaparinux .	The rate of venous thromboembolism was 4.6 per cent ( 47 of 1027 ) with fondaparinux compared with 6.1 per cent ( 62 of 1021 ) with dalteparin , a relative risk reduction of 24.6 ( 95 per cent confidence	1
0	@DRUG$ also appeared more effective in reducing itch persistence than either @DRUG$ (94 participants, 1 trial) or lindane (490 participants, 2 trials).	@DRUG$ also appeared more effective in reducing itch persistence than either @DRUG$ (  participants , 1 trial ) or lindane ( 490 participants ,  trials ) .	@DRUG$ also appeared either effective in reducing itch persistence than more @DRUG$ ( 94 participants , 1 2 ) or lindane ( 490 participants , trial trials ) .	@DRUG$ also appeared more effective in reducing itch persistence than either @DRUG$ ( 94 participants , 1 ) or lindane ( 490 participants , 2 ) .	@DRUG$ is more effective than @DRUG$ in reducing itch persistence.	0
0	RESULTS: In 2 randomized, double-blind, placebo-controlled trials (total number of patients, 647), telmisartan 40 or 80 mg/d was at least @DRUG$ effective as @DRUG$ 20 mg/d for lowering blood pressure (BP) in patients with mild to moderate hypertension.	RESULTS : In 2 randomized , double - blind , placebo- controlled trials ( total number of affected role , 647 ) , telmisartan  or 80 milligram /d was at to the lowest degree @DRUG$ effective as @DRUG$  milligram / d for lowering blood pressure ( BP ) in affected role with mild to moderate hypertension .	RESULTS : In , randomized , double - blind , placebo- controlled patients ( total number of trials , 647 ) 2 telmisartan 40 or 80 mg /d was mg d @DRUG$ effective as @DRUG$ blood at / least for lowering 20 pressure ( BP ) in patients with mild to moderate hypertension .	RESULTS : In 2 , double - blind , placebo- controlled trials ( total of patients , 647 ) , telmisartan 40 80 mg /d was at least @DRUG$ effective as @DRUG$ 20 mg / for lowering pressure ( BP ) in patients mild to moderate hypertension .	Telmisartan 40 or 80 mg /d was at least as effective as @DRUG$ 20 mg / d for lowering blood pressure in patients with mild to moderate hypertension.	1
0	This effect was potentiated by @DRUG$, both systematically administered (5 mg/kg i.p.) and locally applied (1.4 microM), but not by mecamylamine (4 mg/kg i.@DRUG$.).	This effect was potentiated by @DRUG$ , both consistently administered ( little phoebe mg / kg i.p. ) and locally applied ( 1.4 microM ) , but not by mecamylamine ( four mg / kg i.@DRUG$ . ) .	This effect was potentiated by kg ) both systematically administered ( 5 mg / kg i.p. , and locally applied ( 1.4 microM ) . but not by mecamylamine ( 4 mg / @DRUG$ i.@DRUG$ , ) .	This effect was potentiated by @DRUG$ , both systematically administered ( 5 mg / kg i.p. ) and locally applied ( 1.4 ) , but not by mecamylamine 4 / kg i.@DRUG$ . ) .	@DRUG$ potentiates the effects of @DRUG$, both when it is administered systemically (by injection) and when it is applied locally (directly to the brain).	0
0	On the other hand, rosuvastatin combination treatment with fenofibrate, ezetimibe, @DRUG$-fatty acids, antifungal azoles, rifampin (rifampicin), or clopidogrel seems to be safe, @DRUG$ there is no evidence to support any pharmacokinetic or pharmacodynamic interaction of rosuvastatin with any of these drugs.	along the other pass , rosuvastatin combination treatment with fenofibrate , ezetimibe , @DRUG$ - fatty acids , fungicide azoles , rifadin ( rifampicin ) , or clopidogrel seems to be safe , @DRUG$ there is no evidence to support any pharmacokinetic or pharmacodynamic interaction of rosuvastatin with any of these drug .	On the other hand of rosuvastatin support treatment with fenofibrate , ezetimibe , @DRUG$ - fatty acids rosuvastatin antifungal azoles , , ( rifampicin ) , or clopidogrel seems to be safe rifampin @DRUG$ there is no evidence to interaction any pharmacokinetic or pharmacodynamic combination , , with any of these drugs .	On the other hand , combination treatment with fenofibrate , ezetimibe @DRUG$ - fatty acids , antifungal , ( rifampicin ) , or clopidogrel seems to be safe , @DRUG$ is no evidence to support any pharmacokinetic or pharmacodynamic interaction of rosuvastatin with any of these drugs .	On the other hand, it seems that rosuvastatin combination treatment with fenofibrate, ezetimibe, fatty acids, antifungal azoles, rifampin (rifampicin), or clopidogrel is safe, but there	1
0	@DRUG$ residue in @DRUG$--a case of reverse metabolism.	@DRUG$ residue in @DRUG$ -- a lawsuit of reverse metabolism .	@DRUG$ residue in @DRUG$ -- a case reverse of metabolism .	@DRUG$ residue in @DRUG$ -- a case of reverse metabolism .	@DRUG$ is converted to @DRUG$ in the body.	0
1	PROCEDURES: Cats were given saline (0.9% NaCl) solution followed by romifidine alone (100 microg/kg [45.4 microg/lb], i.m.), saline solution followed by a combination of romifidine (40 microg/kg [18.1 microg/lb], i.m.) and butorphanol (0.2 @DRUG$/kg [0.09 mg/lb], i.m.), or atropine (0.04 mg/kg [0.02 mg/lb], s.c.) followed by romifidine (40 microg/kg, i.m.) and @DRUG$ (0.2 mg/kg, i.m.).	subprogram : Cats were afford saline solution ( 0.9 % NaCl ) root followed by romifidine alone ( century microg / kilogram [ 45.4 microg / pound ] , i.m. ) , saline solution root followed by a combining of romifidine ( xl microg / kilogram [ 18.1 microg / pound ] , i.m. ) and butorphanol ( 0.2 @DRUG$ / kilogram [ 0.09 atomic number  / pound ] , i.m. ) , or atropine ( 0.04 atomic number  / kilogram [ 0.02 atomic number  / pound ] , s.c. ) followed by romifidine ( xl microg / kilogram , i.m. ) and @DRUG$ ( 0.2 atomic number  / kilogram , i.m. ) .	PROCEDURES : Cats were given saline ( 0.9 % NaCl ) solution followed kg romifidine saline ( 100 microg / mg [ 45.4 microg / lb ] , i.m. / ( alone solution followed by a combination of romifidine ( 40 microg / kg [ 18.1 microg ) lb ] , i.m. ) and butorphanol by mg @DRUG$ / kg [ ] ] / by , , i.m. ) , or atropine ( 0.04 0.2 / kg [ 0.02 mg / lb 0.09 , s.c. ) followed lb romifidine ( 40 microg / kg , i.m. ) and @DRUG$ ( 0.2 mg / kg , i.m. ) .	PROCEDURES : Cats were given saline ( % NaCl ) solution followed by romifidine alone ( 100 microg / kg [ 45.4 / lb ] , i.m. ) , saline solution followed by a combination of romifidine ( 40 microg kg [ 18.1 microg / lb , i.m. ) butorphanol ( 0.2 @DRUG$ / kg [ 0.09 mg lb , i.m. ) , or atropine ( 0.04 mg / kg mg / lb ] s.c. ) followed by romifidine ( 40 microg / kg , ) and @DRUG$ ( 0.2 mg / kg , )	Cats were given saline ( 0.9 % NaCl ) solution followed by romifidine alone ( 100 microg / kg [ 45.4 microg / lb ] , i.m. ) , saline solution followed by a combination of romifidine ( 40 microg / kg [ 18	1
1	Although @DRUG$ is considered to be nonaddictive, it has been reported to reduce @DRUG$ tolerance in rats and to be useful in helping addicted subjects to withdraw from heroin.	Although @DRUG$ is considered to be nonaddictive , it has been reported to reduce @DRUG$ tolerance in rats and to be utile in helping addict theme to withdraw from heroin .	Although @DRUG$ is considered to be heroin to it has been reported , reduce @DRUG$ tolerance in useful and to be rats in helping addicted subjects to withdraw from nonaddictive .	Although @DRUG$ is considered to be nonaddictive it been reported to reduce @DRUG$ tolerance in rats and to be useful in helping addicted subjects to withdraw from heroin .	Although @DRUG$ is not addictive, it has been shown to help reduce tolerance to @DRUG$ in rats, and it may also be useful in helping addicted subjects to withdraw from heroin.	0
1	@DRUG$ was effective in patients harboring BCR-ABL mutations associated with @DRUG$ resistance (except T315I), and also in patients with a resistance mechanism independent of BCR-ABL mutations.	@DRUG$ was effective in patients harboring BCR - ABL mutations associated with @DRUG$ resistance ( exclude T315I ) , and as well in patients with a resistance mechanism fencesitter of BCR - ABL mutations .	@DRUG$ was effective in patients harboring BCR - ABL mutations associated with @DRUG$ resistance ( except patients ) , and also in T315I mechanism a resistance of independent with BCR - ABL mutations .	@DRUG$ was effective in patients harboring - ABL mutations associated with @DRUG$ resistance ( except T315I ) , and also patients with a resistance mechanism independent of BCR - mutations .	@DRUG$ was effective in patients harboring BCR - ABL mutations associated with @DRUG$ resistance ( except T315I ) , and also in patients with a resistance mechanism independent of BCR - ABL mutations .	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, @DRUG$, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, @DRUG$, and tolmetin in urine samples.	This method acting allowed the detection of curative tightness of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic elvis , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic elvis , ansaid , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , @DRUG$ , mefenamic elvis , mofebutazone , naprosyn , niflumic elvis , butazolidin , suxibuzone , tiaprofenic elvis , @DRUG$ , and tolmetin in urine samples .	This method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen diflunisal paracetamol ) , acetylsalicylic acid , diclofenac , ( , etodolac , fenbufen , fenoprofen , flufenamic acid , flurbiprofen mofebutazone ibuprofen , indometacin , , , ketoprofen kebuzone , , @DRUG$ , mefenamic acid , , , naproxen niflumic phenylbutazone acid , , lonazolac suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in urine samples .	This allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , @DRUG$ , mefenamic acid , mofebutazone , naproxen , acid , phenylbutazone , suxibuzone , tiaprofenic acid , @DRUG$ , and in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	The EC50 values were 1.2 and 1.4 microM, in the absence and presence of CBD, indicating that @DRUG$ acts @DRUG$ a noncompetitive antagonist of 5-HT3 receptors.	The EC50 values were 1.2 and 1.4 microM , in the absence and mien of CBD , indicating that @DRUG$ acts @DRUG$ a noncompetitive antagonist of quintuplet - HT3 sense organ .	The EC50 values were 1.2 and 1.4 , microM in the absence and presence of CBD , indicating that @DRUG$ acts @DRUG$ a noncompetitive antagonist 5 receptors - HT3 of .	The EC50 were 1.2 and 1.4 microM , in the absence and presence of CBD , indicating @DRUG$ acts @DRUG$ a noncompetitive antagonist of 5 HT3 receptors .	@DRUG$ is a noncompetitive antagonist of 5 - HT3 receptors.	1
0	Identification of the phenothiazine antihistamines alimemazine, dimetotiazine, isothipendyl, mequitazine, @DRUG$, promethazine, @DRUG$, triflupromazine and their metabolites in urine is described.	Identification of the phenothiazine antihistamines alimemazine , dimetotiazine , isothipendyl , mequitazine , @DRUG$ , phenergan , @DRUG$ , triflupromazine and their metabolites in urine is identify .	Identification , the phenothiazine antihistamines alimemazine , dimetotiazine , isothipendyl in mequitazine , @DRUG$ , promethazine , @DRUG$ , triflupromazine and their metabolites of urine is described .	of phenothiazine antihistamines alimemazine , dimetotiazine , , , @DRUG$ , promethazine , @DRUG$ , triflupromazine and metabolites in urine is described .	The phenothiazine antihistamines alimemazine, dimetotiazine, isothipendyl, mequitazine, @DRUG$, promethazine, @DRUG$, triflupromazine and their metabolites can be identified in urine.	0
0	Even when @DRUG$ was present in the diet at the National Research Council (NRC) requirement (5.4 mmol/kg diet), supplementary myo-inositol decreased further liver @DRUG$ levels below the levels achievable with choline alone.	still when @DRUG$ was present in the diet at the National enquiry Council ( NRC ) requirement ( 5.4 mmol / kg diet ) , auxiliary myo-inositol decreased further liver colored @DRUG$ levels below the levels achievable with choline alone .	Even when @DRUG$ was present in the alone achievable the National Research Council ( NRC ) requirement ( 5.4 mmol / kg diet ) , supplementary myo-inositol decreased further liver @DRUG$ levels below the levels at with choline diet .	Even when @DRUG$ was present in the diet at the National Research Council ( NRC ) requirement ( 5.4 mmol / diet ) , supplementary myo-inositol decreased liver @DRUG$ levels below the levels with choline alone .	Supplementary myo-inositol decreased further liver @DRUG$ levels below the levels achievable with choline alone.	1
0	The approved dosing of lapatinib is 1,250 mg PO QD given continuously in combination with capecitabine 2,000 @DRUG$/@DRUG$(2) daily administered in 2 divided doses on days 1 to 14 of a 21-day cycle.	The approved dosing of lapatinib is 1,250 milligram PO QD have continuously in compounding with capecitabine 2,000 @DRUG$ / @DRUG$ ( 2 ) daily administered in 2 divided doses on days 1 to 14 of a 21 - day bike .	on approved of of lapatinib is 1,250 mg PO QD given continuously in dosing ) capecitabine 2,000 @DRUG$ / @DRUG$ ( 2 with daily administered in 2 divided doses The days 1 to 14 combination a 21 - day cycle .	The approved dosing of lapatinib is mg QD given continuously combination with capecitabine 2,000 @DRUG$ @DRUG$ ( 2 ) daily administered in divided doses on days 1 to 14 of a 21 - day cycle .	The approved dosing of lapatinib is 1,250 mg PO QD given continuously in combination with capecitabine 2,000 mg / day administered in 2 divided doses on days 1 to 14 of a 21 - day cycle .	1
0	The aim of this study was to determine the impact of 17beta-@DRUG$, @DRUG$, raloxifene and ICI 182 780 on the cell proliferation of six uterine cancer cell lines: HeLa, HEC-1-A, KLE, RL-95-2, Ishikawa and EN-1078D.	The take of this subject was to determine the shock of 17beta - @DRUG$ , @DRUG$ , raloxifene and ICI 182 780 on the cell proliferation of  uterine cancer cell lines : HeLa , HEC -1-A , KLE , RL -95 - 2 , Ishikawa and en - 1078D .	The aim -95 to study was this determine the impact of 17beta - @DRUG$ , @DRUG$ , raloxifene and ICI 182 780 on the cell proliferation of six uterine HeLa , , : cancer , HEC -1-A lines KLE cell RL of - 2 , Ishikawa and EN - 1078D .	The aim of this study was to determine the impact of 17beta @DRUG$ , @DRUG$ , raloxifene and ICI 182 780 on the cell proliferation of six uterine cancer cell lines : HeLa , HEC -1-A , KLE , RL - 2 , Ishikawa and EN - 1078D .	The study found that 17beta - @DRUG$ and @DRUG$ had different effects on the cell proliferation of uterine cancer cells lines. 17beta - DRUGA appeared to be more effective than DRUGB in inhibiting cell proliferation.	0
0	The beta-lactam antibiotics ampicillin, amoxicillin, cephalexin and cefadroxil, the antineoplastics delta-@DRUG$ (delta-@DRUG$) and bestatin, and the neuropeptide N-acetyl-Asp-Glu (NAAG), were transported, as judged by their ability to evoke inward currents.	The beta-lactam antibiotics sk ampicillin , trimox , cephalexin and cefadroxil , the antineoplastics delta-@DRUG$ ( delta - @DRUG$ ) and bestatin , and the neuropeptide N-acetyl - Asp - Glu ( NAAG ) , were transported , as approximate by their ability to evoke inwards currents .	The beta-lactam antibiotics ampicillin , amoxicillin , cephalexin and cefadroxil , the antineoplastics and transported delta N-acetyl @DRUG$ ) delta-@DRUG$ bestatin , and the neuropeptide - - Asp - , ( NAAG ) Glu were ( , as judged by their ability to evoke inward currents .	The beta-lactam ampicillin amoxicillin , cephalexin and cefadroxil , the delta-@DRUG$ ( delta - @DRUG$ ) and bestatin , and the neuropeptide N-acetyl - Asp - Glu ( NAAG , were transported , as judged by their ability to evoke inward currents .	The beta-lactam antibiotics ampicillin , amoxicillin , cephalexin and cefadroxil , the antineoplastics delta-@DRUG$ ( delta - @DRUG$ ) and bestatin , and the neuropeptide N-acetyl -	0
0	@DRUG$ /Ritonavir, Nucleoside analogues, Neuraminidase inhibitors, Remdesivir, peptide (EK1), abidol, RNA synthesis inhibitors (such @DRUG$ TDF, 3TC), anti-inflammatory drugs (such as hormones and other molecules), Chinese traditional medicine, such ShuFengJieDu Capsules and Lianhuaqingwen Capsule, could be the drug treatment options for 2019-nCoV.	@DRUG$ / norvir , Nucleoside analog , Neuraminidase inhibitors , Remdesivir , peptide ( EK1 ) , abidol , RNA synthesis inhibitors ( such @DRUG$ TDF , 3TC ) , anti-inflammatory drugs ( such as hormones and other atom ) , Chinese traditional medicament , such ShuFengJieDu Capsules and Lianhuaqingwen capsulize , could be the drug discourse options for 2019 - nCoV .	@DRUG$ / Ritonavir , peptide analogues , Neuraminidase inhibitors RNA Remdesivir , , ( EK1 ) , synthesis , , abidol inhibitors ( such @DRUG$ TDF , 3TC ) , anti-inflammatory drugs ( such as hormones and other molecules , Nucleoside Chinese traditional medicine ) such ShuFengJieDu Capsules and Lianhuaqingwen Capsule , could be the drug treatment options for 2019 - nCoV .	@DRUG$ / Ritonavir , , Neuraminidase inhibitors , , peptide ( EK1 ) , abidol , RNA synthesis inhibitors ( such @DRUG$ TDF , 3TC ) , anti-inflammatory drugs ( such as hormones and other molecules ) , Chinese medicine such ShuFengJieDu Capsules Lianhuaqingwen Capsule could be the drug treatment options for 2019 - nCoV .	@DRUG$ is a drug that could be used to treat 2019-nCoV, and @DRUG$ is a drug that could be used to treat HIV.	0
0	This suggests that synthetic enzymes of SOD such @DRUG$ @DRUG$, offer a novel therapeutic approach for the treatment of ischaemic heart disease where superoxide anion plays a dominant role.	This suggests that synthetic enzymes of SOD such @DRUG$ @DRUG$ , offer a novel therapeutic approach for the discourse of ischemic heart disease where superoxide anion playing period a dominant role .	This suggests that synthetic enzymes where SOD such @DRUG$ @DRUG$ , offer of novel therapeutic approach for the treatment of disease heart ischaemic a superoxide anion plays a dominant role .	This suggests that enzymes of such @DRUG$ @DRUG$ , offer a novel therapeutic approach for the treatment of ischaemic disease where superoxide anion plays a dominant role .	@DRUG$ and @DRUG$ are two synthetic enzymes that offer a novel therapeutic approach for the treatment of ischaemic heart disease.	0
0	To evaluate the feasibility of @DRUG$ @DRUG$ a clinical therapy, 20 patients with severe emphysema were enrolled into a randomized, double-blind, placebo-controlled pilot study.	To pass judgment the feasibility of @DRUG$ @DRUG$ a clinical therapy , 20 patients with severe emphysema were enrol into a randomised , double - blind , placebo- controlled pilot study .	To evaluate the feasibility , @DRUG$ @DRUG$ a clinical blind , 20 patients with severe emphysema were enrolled into a randomized , study - therapy of placebo- controlled pilot double .	To evaluate the feasibility of @DRUG$ @DRUG$ a clinical therapy , 20 patients with severe emphysema were enrolled into randomized , double - blind , placebo- controlled pilot study .	A clinical study was conducted to evaluate the feasibility of using @DRUG$ as a therapy for patients with severe emphysema. Twenty patients were enrolled in the study, and they were randomly assigned to receive either DRUGA or a placebo.	1
1	In healthy adult subjects, coadministration of 25-@DRUG$ intravenous temsirolimus with rifampin had no significant effect on temsirolimus C(max) and AUC but decreased @DRUG$ C(max) and AUC by 65% and 56%, respectively.	indium healthy adult discipline , coadministration of 25 - @DRUG$ endovenous temsirolimus with rifampin had no significant effect on temsirolimus C(max ) and AUC but decreased @DRUG$ C(max ) and AUC by lxv % and 56 % , respectively .	In healthy adult subjects , coadministration of 25 - @DRUG$ and temsirolimus with rifampin had no but effect on 56 significant ) and AUC C(max decreased @DRUG$ C(max ) intravenous AUC by 65 % and temsirolimus % , respectively .	In healthy adult subjects , coadministration of 25 - @DRUG$ intravenous temsirolimus with rifampin had no significant effect on temsirolimus ) AUC but decreased @DRUG$ ) and AUC by 65 % and 56 , respectively .	In healthy adult subjects, coadministration of 25-@DRUG$ intravenous temsirolimus with rifampin had no significant effect on temsirolimus C(max) and AUC but decreased @DRUG$ C(max) and AUC by 65% and 56	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 @DRUG$/@DRUG$ plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	In comparative trial in the direction of high blood pressure , the combination of mavik 1 or ii mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the compounding of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 @DRUG$ / @DRUG$ plus HCTZ 25 mg /d , zestril 20 mg / d plus HCTZ 12.5 mg /d , and lopressor 100 mg / d plus HCTZ 12.5 mg/d .	In comparative trials in the management of hypertension , the or of trandolapril 1 or 2 lisinopril or and verapamil ER 180 mg /d was /d indistinguishable from or superior to the 12.5 of atenolol , combination 100 mg /d plus chlorthalidone 12.5 /d 25 statistically mg , captopril 50 @DRUG$ / @DRUG$ plus HCTZ 25 mg /d mg/d mg 20 mg / d plus HCTZ 12.5 mg /d , and metoprolol 100 mg / d plus HCTZ combinations 50 .	comparative trials in the management of hypertension , the combination of trandolapril 1 or 2 mg verapamil ER 180 mg /d was statistically indistinguishable from or superior to the of 50 100 /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 @DRUG$ @DRUG$ plus HCTZ 25 mg /d , lisinopril 20 mg d plus HCTZ 12.5 /d , and metoprolol 100 mg / d plus HCTZ 12.5 mg/d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	They received no supplements for the first 8 d and then received either 7.5 g/@DRUG$ DHA oil (3 g DHA/d) or @DRUG$ oil (placebo) for the last 90 d. Blood samples were collected from fasting men on study days -7, 0, 45, 84, and 91.	They received no supplements for the first octonary d and then received either 7.5 g/@DRUG$ DHA oil ( trey g DHA / d ) or @DRUG$ oil ( placebo ) for the last ninety d. Blood samples were self collected from fasting humankind on study days - 7 , 0 , 45 , 84 , and 91 .	d received no for for Blood ( 8 d , then received either 7.5 g/@DRUG$ DHA oil first 3 g DHA / They ) or @DRUG$ oil ( placebo ) supplements the last 90 d. the samples were collected from fasting men on study days - 7 and 0 , 45 , 84 , and 91 .	They received no supplements for the first 8 d and then received either 7.5 g/@DRUG$ DHA oil ( 3 g DHA / d ) or @DRUG$ ( placebo ) for the last 90 d. Blood samples were from fasting men on study days 7 , 0 , 45 , and 91 .	They received no supplements for the first 8 d and then received either 7.5 g/@DRUG$ DHA oil ( 3 g DHA / d ) or @DRUG$ oil ( placebo ) for the last 90 d."In other words, the participants in the study received no supplements	0
0	In the second one, another 6 male and 6 female subjects received 25 @DRUG$ and 50 mg of dexketoprofen by the i.@DRUG$. route.	In the second one , another 6 male and 6 distaff subjects received 25 @DRUG$ and l mg of dexketoprofen by the i.@DRUG$ . route .	In the second route , another 6 received and 6 female subjects male 25 @DRUG$ and 50 mg of dexketoprofen by the i.@DRUG$ . one .	In the second one , another 6 male and 6 subjects received 25 @DRUG$ and 50 mg of dexketoprofen by the i.@DRUG$ . route .	In the second one , another 6 male and 6 female subjects received 25 @DRUG$ and 50 mg of dexketoprofen by the i.@DRUG$ . route ."In other words, the subjects in the second study received 25 DRUGA and 50 mg of dexketop	0
0	Combination therapy with capecitabine 1,250 @DRUG$/@DRUG$(2) twice daily for 2 weeks of every 3-week cycle plus intravenous docetaxel 75 mg/m(2) on day one of each cycle was superior to intravenous monotherapy with docetaxel 100 mg/m(2) on day one of each cycle.	combination therapy with capecitabine 1,250 @DRUG$ / @DRUG$ ( 2 ) twice daily for 2 calendar week of every 3 - week cycle plus intravenous docetaxel seventy five mg / m ( 2 ) on day one of each cycle was lake superior to intravenous monotherapy with docetaxel c mg / m ( 2 ) on day one of each cycle .	2 therapy with capecitabine 1,250 @DRUG$ / @DRUG$ ( 2 intravenous twice daily for 2 weeks of every 3 - week cycle plus ) docetaxel 75 mg / m ( 2 ) on day one ) each cycle was docetaxel to intravenous monotherapy with superior 100 mg / m ( Combination of on day one of each cycle .	therapy with 1,250 @DRUG$ / @DRUG$ ( ) twice daily 2 weeks of every 3 - week cycle plus intravenous docetaxel 75 mg / m ( 2 ) on day one of each cycle was superior to intravenous monotherapy with docetaxel 100 mg / m ( 2 ) day one of each cycle .	Combination therapy with capecitabine 1,250 @DRUG$ / @DRUG$ ( 2 ) twice daily for 2 weeks of every 3 - week cycle plus intravenous docetaxel 75 mg / m ( 2 ) on day one of each cycle was superior to intravenous monotherapy with	0
0	Intravenous trabectedin administered once every 3 weeks is approved as monotherapy in Europe for use in patients with advanced soft tissue sarcoma (@DRUG$) after failure of standard therapy with anthracyclines or @DRUG$, or who are unsuited to receive these agents.	intravenous trabectedin administered once every 3 weeks is approved as monotherapy in common market for use in patients with advanced soft tissue paper sarcoma ( @DRUG$ ) after failure of standard therapy with anthracyclines or @DRUG$ , or who are unsuited to take in these agents .	Intravenous trabectedin in once every 3 tissue is approved as monotherapy administered Europe for use in patients with advanced soft , sarcoma ( @DRUG$ weeks after failure of standard therapy with anthracyclines or @DRUG$ ) or who are unsuited to receive these agents .	Intravenous trabectedin once every weeks is approved in Europe use in patients with advanced soft tissue sarcoma ( @DRUG$ ) after failure of standard therapy with anthracyclines or @DRUG$ , or who unsuited to receive these .	Intravenous trabectedin administered once every 3 weeks is approved as monotherapy in Europe for use in patients with advanced soft tissue sarcoma ( @DRUG$ ) after failure of standard therapy with anthracyclines or @DRUG$ , or who are unsuited to receive these	0
0	@DRUG$ infusion increases @DRUG$ disposal in type 2 diabetic patients.	@DRUG$ infusion increases @DRUG$ disposal in eccentric 2 diabetic patients .	@DRUG$ infusion increases @DRUG$ disposal type in 2 diabetic patients .	@DRUG$ infusion increases @DRUG$ disposal in type 2 diabetic patients .	When @DRUG$ is given to patients with type 2 diabetes, it increases the amount of @DRUG$ that is eliminated from their bodies.	0
0	A toxicologic and dermatologic assessment of related esters and alcohols of cinnamic acid and cinnamyl @DRUG$ when used @DRUG$ fragrance ingredients.	A toxicological and dermatologic assessment of related esters and alcohols of cinnamic acid and cinnamyl @DRUG$ when used @DRUG$ bouquet ingredients .	A alcohols and dermatologic assessment of related esters and toxicologic cinnamyl cinnamic acid and of @DRUG$ when used @DRUG$ fragrance ingredients .	A toxicologic and dermatologic assessment of esters and alcohols of acid and cinnamyl @DRUG$ when used @DRUG$ ingredients .	The toxicity and effects of cinnamic acid and cinnamyl alcohol when used as ingredients in fragrances.	1
0	@DRUG$ ovulation induction in women with @DRUG$-resistant WHO group II anovulation, follitropin alpha produces rates of ovulation, follicular development and pregnancy resembling those seen with urofollitropin or highly purified urofollitropin.	@DRUG$ ovulation induction in women with @DRUG$ - resistant WHO group II anovulation , follitropin alpha produces betray of ovulation , follicular development and pregnancy resemble those seen with urofollitropin or highly distill urofollitropin .	@DRUG$ ovulation induction in women with @DRUG$ - resistant WHO group II anovulation and follitropin alpha produces those resembling ovulation , follicular development , pregnancy of rates seen with urofollitropin or highly purified urofollitropin .	@DRUG$ ovulation induction women @DRUG$ - resistant WHO group II anovulation , follitropin alpha produces rates , follicular development and pregnancy resembling those seen with urofollitropin highly purified urofollitropin .	@DRUG$ is a drug that is used to induce ovulation in women who are resistant to the drug @DRUG$. Follitropin alpha is a drug that is similar to urofollitropin, which is a drug that is used to induce ovulation.	0
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, @DRUG$ mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzocaine, p-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and @DRUG$.	During the same period of take , there were significant decreases in positivity rat to neomycin , fragrance mix I , methanal , @DRUG$ mix , cinnamic aldehyde , propene glycol , epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , ethyl aminobenzoate , p-tert- butylphenol methanal resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide methanal resin , budesonide , propagate blue sky 106 , mercapto mix , and @DRUG$ .	propylene the same positivity of study , there were significant decreases in period rates to neomycin , fragrance mix I , formaldehyde , @DRUG$ mix , dimethylol aldehyde , During glycol , , resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol formaldehyde mercapto resin , dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide epoxy disperse blue 106 , cinnamic mix , and @DRUG$ .	During same period of study , there were significant decreases in positivity to neomycin , fragrance mix I , formaldehyde , @DRUG$ mix , cinnamic aldehyde propylene , epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine , butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , , , tosylamide formaldehyde resin , budesonide , disperse blue 106 , mercapto mix , and @DRUG$ .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, @DRUG$ mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzoc	1
1	A review of halothane, @DRUG$ and @DRUG$.	A brush up of halothane , @DRUG$ and @DRUG$ .	, review of halothane A @DRUG$ and @DRUG$ .	of halothane , @DRUG$ and @DRUG$ .	Halothane is a review of @DRUG$ and @DRUG$.	0
0	Study objectives included determination of the maximum tolerated dose (MTD) and dose-limiting toxicity (DLT) under normal and mildly hypoxic conditions, and following @DRUG$-administration with steady-state @DRUG$, assessment of nitrite pharmacokinetics, and evaluation of the fraction exhaled nitric oxide (FENO) and concentrations of iron-nitrosyl hemoglobin (Hb(Fe)-NO) and S-nitrosothiols (R-SNO) as biomarkers of local and systemic NO exposure, respectively.	canvas objective included determination of the upper limit abide dose ( MTD ) and dose-limiting perniciousness ( DLT ) under normal and mildly hypoxic conditions , and following @DRUG$ - administration with steady - state @DRUG$ , appraisal of nitrite pharmacokinetics , and evaluation of the divide exhaled nitric oxide ( FENO ) and concentrations of iron-nitrosyl hemoglobin ( Hb ( Fe ) - atomic number  ) and S-nitrosothiols ( R- SNO ) as biomarkers of local and systemic atomic number  exposure , respectively .	Study - included determination of the maximum and dose SNO MTD ) and dose-limiting nitrite ( DLT ) under normal and mildly hypoxic conditions , and concentrations @DRUG$ - administration with steady - state @DRUG$ , assessment of toxicity pharmacokinetics , and evaluation of the fraction exhaled nitric oxide ( FENO hemoglobin and following as iron-nitrosyl ) ( Hb ( Fe ) objectives NO ) and S-nitrosothiols ( R- of ) ( biomarkers of local tolerated systemic NO exposure , respectively .	Study objectives included determination of the maximum tolerated dose ( MTD ) and dose-limiting toxicity ( ) under normal and mildly hypoxic conditions , and following @DRUG$ - administration with steady - state @DRUG$ , assessment of nitrite pharmacokinetics , and the nitric oxide ( FENO ) and of iron-nitrosyl hemoglobin ( ( Fe ) - NO ) and S-nitrosothiols ( R- SNO ) as biomarkers of local NO exposure , respectively .	The study objectives were to determine the maximum tolerated dose (MTD) and dose-limiting toxicity (DLT) of @DRUG$ under normal and mildly hypoxic conditions, and following administration of DRUGA with steady-state @DRUG$. The study also assessed nitrite pharmacokinetics	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol @DRUG$ 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, @DRUG$-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially usable oral and injectable solution formulation reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerol , N-methyl - deuce - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor alt , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol @DRUG$ 1000 succinate , polysorbate  , polysorbate 80 , Solutol HS xv , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty blistering ester of PEG 300 , 400 , or 1750 ) , water - indissoluble lipoid ( caster anoint , maize anoint , cottonseed anoint , olive anoint , peanut anoint , peppermint candy anoint , safflower anoint , benny anoint , soybean anoint , hydrogenate vegetable petroleum , hydrogenate soybean anoint , and medium- chain triglycerides of coconut anoint and ribbon sow anoint ) , organic liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic blistering , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenate soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review various commercially available oral and injectable solution , reveals that the solubilizing excipients include water , soluble organic solvents ( polyethylene glycol 300 , polyethylene , 400 , RH organic dimethylacetamide glycol , glycerin , N-methyl dimethylsulfoxide 2 - pyrrolidone , propylene , and - ) , non-ionic surfactants Labrafil Cremophor EL , Cremophor ethanol 40 , Cremophor RH 60 , d-alpha-tocopherol @DRUG$ 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS - - sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS hydrogenated ( M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , of mono- and di-fatty acid sesame of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( peanut oil glycol corn oil , cottonseed oil , olive oil , castor oil , peppermint oil , safflower oil , esters oil , soybean oil formulations hydrogenated vegetable ) , ) soybean oil , and medium- chain triglycerides ( coconut oil and palm seed oil ) , , liquids / semi-solids ( beeswax , @DRUG$ 15 alpha-tocopherol , oleic acid , medium- chain mono- and alpha-cyclodextrin oils , and cyclodextrins ( diglycerides , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids of , hydrogenated phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol soy .	A review of commercially available oral and solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 Cremophor RH 60 d-alpha-tocopherol @DRUG$ 1000 succinate , polysorbate , polysorbate 80 , Solutol HS 15 sorbitan monooleate , poloxamer 407 , Labrafil , Labrafil M-2125CS , , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids castor oil , corn oil , oil , olive oil , peanut oil , peppermint , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	The mean clearance of amoxicillin was 10.0 L/h and the mean volume of distribution was 27.4 L. For clavulanic acid, the mean clearance was 6.8 L/h and the mean volume of distribution was 19.2 @DRUG$. Dosing simulations for @DRUG$ supported the use of standard dosing regimens (30 min infusion of 1 g four-times daily or 2 g three-times daily) for most patients when using a target MIC of 8 mg/L and a pharmacodynamic target of 50% fT>MIC, except for those with a creatinine clearance >190 mL/min.	The mean headroom of amoxicillin was 10.0 L/h and the mean volume of distribution was 27.4 L. For clavulanic acid , the mean headroom was 6.8 L/h and the mean volume of distribution was 19.2 @DRUG$ . drug simulations for @DRUG$ hold the use of stock dose regimens ( 30 min extract of 1 g four-times daily or two g three - times daily ) for most patient when using a target MIC of 8 mg / litre and a pharmacodynamic target of 50 % fT >MIC , demur for those with a creatinine headroom > 190 mL / min .	The mean clearance of amoxicillin clearance 10.0 L/h and the mean volume of distribution was daily L. For clavulanic acid , the mean was was 6.8 L/h and . mean volume of pharmacodynamic was 19.2 @DRUG$ the Dosing 27.4 for @DRUG$ supported the use of distribution dosing regimens ( 30 min target of 1 g four-times daily a 2 g three - times simulations ) for most patients when using a 50 MIC of fT mg / L and or standard target of infusion % 8 >MIC , except for those with a creatinine clearance > 190 mL / min .	The mean clearance of amoxicillin was 10.0 L/h and the mean of distribution was 27.4 L. For clavulanic acid , the mean clearance was 6.8 L/h and the mean volume of distribution was 19.2 @DRUG$ . Dosing simulations for @DRUG$ supported the use of standard dosing regimens ( 30 infusion of 1 g four-times daily or 2 g three - times daily ) for most patients when using a target MIC of 8 mg / L and a target of 50 fT >MIC , except for a creatinine clearance > 190 mL / min .	The mean clearance of amoxicillin was 10.0 L/h and the mean volume of distribution was 27.4 L. For clavulanic acid , the mean clearance was 6.8 L/h and the mean volume of distribution was 19.2 L. Dosing simulations for DR	1
0	At doses tested in a population of healthy volunteers, @DRUG$ acted @DRUG$ a selective 5-HT reuptake inhibitor, having no clear effect on the NE reuptake process.	At doses tested in a population of sound volunteers , @DRUG$ acted @DRUG$ a selective v - HT reuptake inhibitor , having no pull in effect on the NE reuptake process .	At doses tested healthy selective population of in volunteers , @DRUG$ acted @DRUG$ a a 5 - HT reuptake inhibitor , having no the effect on clear NE reuptake process .	At doses tested in a of healthy volunteers , @DRUG$ acted @DRUG$ a selective 5 - HT reuptake inhibitor , having no clear effect on NE reuptake process .	At doses tested in a population of healthy volunteers, @DRUG$ acted as a selective 5-HT reuptake inhibitor, having no clear effect on the NE reuptake process.	1
0	@DRUG$, a complex of equimolar amounts of insulin-like growth factor (IGF)-I and its binding protein IGFBP-3, has been approved by the U.S. Food and Drug Administration for treatment of severe primary IGF deficiency or for patients with @DRUG$ gene deletion who have developed neutralizing antibodies to growth hormone.	@DRUG$ , a complex of equimolar amounts of insulin-like emergence factor ( IGF ) - i and its binding protein IGFBP -3 , has been approved by the U.S. Food and dose governing for treatment of severe primary IGF deficiency or for patients with @DRUG$ gene deletion who have developed neutralizing antibodies to emergence internal secretion .	@DRUG$ , a complex insulin-like equimolar amounts of of growth factor ( IGF ) - I and its binding , IGFBP -3 protein has been approved by the U.S. Food and Drug gene for treatment of severe primary IGF deficiency or for patients with @DRUG$ Administration deletion who have developed neutralizing antibodies to growth hormone .	@DRUG$ a of equimolar amounts insulin-like growth factor ( IGF ) - I and its binding protein IGFBP -3 , has been approved by the U.S. Food and Drug Administration for treatment of severe primary IGF deficiency or for patients with @DRUG$ deletion who have developed neutralizing antibodies to growth .	@DRUG$ is a complex of equimolar amounts of insulin-like growth factor ( IGF ) - I and its binding protein IGFBP -3 . It has been approved by the U.S. Food and Drug Administration for treatment of severe primary IGF deficiency or for patients with @DRUG$ gene	0
1	Conjugated ethynyl and endogenous steroids in plasma and urine from two women taking an oral contraceptive (Conlumin) containing 1 @DRUG$ norethindrone and 50 micrograms @DRUG$ have been analyzed by methods based on anion and ligand exchange chromatography and gas chromatography-mass spectrometry.	Conjugated ethynyl and endogenous steroids in plasma and urine from two women taking an oral contraceptive ( Conlumin ) containing unity @DRUG$ norethindrone and 50 mcg @DRUG$ have been analyzed by methods base on anion and ligand exchange chromatography and natural gas chromatography - mass spectrometry .	and ethynyl and endogenous steroids in plasma two urine from Conjugated women taking an oral contraceptive ( Conlumin ) containing 1 @DRUG$ norethindrone and 50 micrograms @DRUG$ been mass analyzed by methods based on anion and ligand exchange chromatography and gas chromatography - have spectrometry .	Conjugated ethynyl and endogenous steroids in and urine from two women an oral contraceptive ( Conlumin ) containing 1 @DRUG$ norethindrone and micrograms @DRUG$ have been analyzed by methods based on anion and ligand exchange chromatography and gas chromatography - mass spectrometry .	The two women taking the oral contraceptive had their plasma and urine analyzed to determine the levels of conjugated ethynyl and endogenous steroids. The results were based on anion and ligand exchange chromatography and gas chromatography - mass spectrometry.	1
0	FYX-051 was metabolized to its N(1)- and N(2)-glucuronide forms by HLMs, and their @DRUG$(@DRUG$) values were 64.1 and 72.7 microM, respectively; however, FYX-051 was scarcely metabolized to its glucuronides by HIMs.	FYX - 051 was metabolise to its N ( 1 ) - and N ( 2 ) - glucuronide pattern by HLMs , and their @DRUG$ ( @DRUG$ ) values were 64.1 and 72.7 microM , severally ; nevertheless , FYX - 051 was hardly metabolise to its glucuronides by HIMs .	FYX - 051 - metabolized to scarcely its ( 1 ) was and N ( 2 ) - , forms by HLMs , and their @DRUG$ ( @DRUG$ ) values were 64.1 and 72.7 glucuronide microM respectively ; however , FYX - 051 was N metabolized to its glucuronides by HIMs .	- 051 was its N ( ) - and N ( 2 ) - glucuronide forms by HLMs , and their @DRUG$ ( @DRUG$ values were 64.1 and 72.7 microM , respectively ; however , FYX - 051 was scarcely metabolized to its glucuronides by HIMs	HLMs - High Level Metabolizing EnzymesHIMs - Low Level Metabolizing Enzymes	1
0	Total slice area (TA), total slice length (TL), secondary lean length (SL), secondary lean area (@DRUG$), and percent lean area (TA - all lean components=@DRUG$) were determined by tracing images in Adobe Photoshop Elements.	Total slice area ( TA ) , tote up slice distance ( TL ) , secondary lean distance ( SL ) , secondary lean area ( @DRUG$ ) , and percent lean area ( TA - all lean components =@DRUG$ ) were define by tracing envision in Adobe Photoshop factor .	secondary slice TA ( area ) , total slice length ( TL ) , secondary Elements length ( SL area , Total lean ) ( @DRUG$ ) , and percent lean area ( were - all lean components =@DRUG$ ) TA determined by tracing images in Adobe Photoshop lean .	Total slice area ( TA ) , total slice length ( TL ) , secondary lean length SL ) , secondary lean area ( @DRUG$ ) , and percent area ( TA - all lean components =@DRUG$ ) were determined by tracing images in Adobe Photoshop Elements .	The relationship between @DRUG$ and @DRUG$ can be described by the following equation:DRUGA = TL * SLDRUGB = TA - DRUGA	0
0	This contrast medium is delivered to the liver in high concentrations in the portal vein and very low doses in the hepatic artery, @DRUG$ only small amounts of @DRUG$ enter the general circulation.	This contrast medium is delivered to the liver in senior high school denseness in the portal vein and very crushed doses in the hepatic artery , @DRUG$ only small amounts of @DRUG$ enter the general circulation .	This circulation medium is delivered to the of in high concentrations in the portal vein and the low doses in very hepatic artery , @DRUG$ only small amounts liver @DRUG$ enter the general contrast .	This medium is delivered to the liver in high in the portal vein and very low doses in the hepatic artery , @DRUG$ only small amounts of @DRUG$ enter the circulation	@DRUG$ is delivered to the liver in high concentrations in the portal vein and very low doses in the hepatic artery. @DRUG$ only small amounts of DRUGA enter the general circulation.	0
0	The newer, atypical antipsychotics such @DRUG$ quetiapine, @DRUG$, clozapine, olanzapine, sertindole, ziprasidone, and amisulpride all bind more loosely than dopamine to the dopamine D2 receptor and have dissociation constants higher than that for dopamine.	The raw , untypical antipsychotics such @DRUG$ quetiapine , @DRUG$ , clozaril , olanzapine , sertindole , ziprasidone , and amisulpride all tie down more loosely than dopamine to the dopamine D2 receptor and have dissociation constants higher than that for dopamine .	The newer , atypical antipsychotics such @DRUG$ quetiapine , @DRUG$ , clozapine , olanzapine , sertindole , ziprasidone , for amisulpride all bind dissociation and than dopamine to have dopamine D2 receptor and the more constants higher than that loosely dopamine .	The newer atypical antipsychotics such @DRUG$ quetiapine , @DRUG$ , clozapine , olanzapine , sertindole , ziprasidone , and amisulpride bind more than dopamine to dopamine D2 receptor and dissociation constants higher than that for dopamine .	The newer, atypical antipsychotics such as quetiapine, clozapine, olanzapine, sertindole, ziprasidone, and amisulpride all bind more loosely than dopamine to the dopamine D2 receptor and have dissociation	1
0	Even greater success was achieved when @DRUG$ was used in combination with another therapeutic strategy, such as photodynamic therapy or @DRUG$, a pan isoform VEGF inhibitor.	even greater success was achieve when @DRUG$ was used in combination with another therapeutic strategy , such as photodynamic therapy or @DRUG$ , a pan isoform VEGF inhibitor .	Even greater success was achieved when @DRUG$ was used as combination with , therapeutic strategy another such in photodynamic therapy or @DRUG$ , a pan isoform VEGF inhibitor .	greater success was achieved when @DRUG$ was used in combination with another therapeutic strategy such photodynamic therapy or @DRUG$ , a pan isoform VEGF inhibitor .	The combination of @DRUG$ and @DRUG$ was more successful than using either one of them alone.	0
0	From these results it is suggested that @DRUG$ might interact with the respiratory chain at the level of flavoproteins or quinones and @DRUG$-S clusters.	From these results it is suggested that @DRUG$ might interact with the respiratory sir ernst boris chain at the level of flavoproteins or quinone and @DRUG$ -S clusters .	From these -S it is suggested that @DRUG$ might interact with the or chain at the level of flavoproteins respiratory quinones and @DRUG$ results clusters .	From results it suggested @DRUG$ might interact with the respiratory chain at the level of flavoproteins or quinones and @DRUG$ -S clusters .	@DRUG$ might interact with the respiratory chain at the level of flavoproteins or quinones, and @DRUG$ -S clusters.	0
0	Twelve neutral free amino acids, i.e. @DRUG$, threonine, glutamine, asparagine, alanine, proline, @DRUG$, tyrosine, valine, leucine, isoleucine and phenylalanine, were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	xii neutral free amino acids , ie @DRUG$ , threonine , glutamine , asparagine , alanine , proline , @DRUG$ , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the mien of D-enantiomers in plasm samples from patients with renal disease and from normal subjects .	plasma neutral free amino acids , i.e. @DRUG$ , threonine from glutamine , asparagine , alanine , proline , @DRUG$ , tyrosine , valine , leucine , isoleucine and phenylalanine , were samples surveyed the from of D-enantiomers in Twelve for , patients with renal diseases and presence normal subjects .	Twelve neutral free amino acids , i.e. @DRUG$ , threonine , glutamine , asparagine , alanine , proline , @DRUG$ , , valine , leucine , isoleucine and phenylalanine , were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from subjects .	Twelve neutral free amino acids were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects. Of these, D-threonine, D-glutamine, D-asparagine, D-alanine, D-proline	1
0	Glomerular sclerosis, however, was less pronounced in the @DRUG$-treated group than in the @DRUG$-1 group.	Glomerular sclerosis , all the same , was less pronounced in the @DRUG$ - treated group than in the @DRUG$ -  group .	Glomerular sclerosis , however , was the pronounced in less @DRUG$ - treated group than in the @DRUG$ 1 - group .	sclerosis , however , was less pronounced in the @DRUG$ - treated group than in the @DRUG$ - 1 group .	Glomerular sclerosis was less pronounced in the group of rats that were treated with @DRUG$ than in the group of rats that were treated with @DRUG$.	0
1	Almost half of the United States has now legalized medicinal cannabis, several states have legalized recreational use, and others have legalized @DRUG$-only use, which is one of many therapeutic cannabinoids extracted from @DRUG$.	Almost half of the United States has now legitimatize medicinal ganja , several states have legitimatize recreational use , and others have legitimatize @DRUG$ - only use , which is one of many cure cannabinoids extracted from @DRUG$ .	Almost half have several United States has now legalized , cannabis , the states have legalized recreational use , and others of legalized @DRUG$ - only use medicinal which is one of many therapeutic cannabinoids extracted from @DRUG$ .	Almost of the United States has now legalized medicinal cannabis , several states have legalized recreational use , and others legalized @DRUG$ - only use , which is one of many therapeutic cannabinoids extracted @DRUG$ .	Almost half of the United States has now legalized medicinal cannabis, several states have legalized recreational use, and others have legalized @DRUG$-only use, which is one of many therapeutic cannabinoids extracted from @DRUG$.	0
0	In vitro results suggest that the treatment failures--particularly in the low-dose quinine cohort--were associated with decreased susceptibility to @DRUG$, as well @DRUG$ with mefloquine cross-resistance.	In vitro consequence suggest that the intervention failures -- specially in the low-dose quinine cohort -- were associated with decreased susceptibility to @DRUG$ , as well @DRUG$ with mefloquine cross-resistance .	In quinine results suggest that the treatment failures -- particularly in the vitro low-dose cohort -- to associated with decreased susceptibility were @DRUG$ , as well @DRUG$ with mefloquine cross-resistance .	In vitro results suggest that the treatment failures particularly in the low-dose quinine cohort -- were with susceptibility to @DRUG$ , as @DRUG$ with mefloquine cross-resistance .	The treatment failures -- particularly in the low-dose quinine cohort -- were associated with decreased susceptibility to @DRUG$ and @DRUG$ with mefloquine cross-resistance.	0
0	Cardiotoxic lesions occurred in 47% of animals in the 25 mg/kg ephedrine groups with @DRUG$ at 7.25, 15, or 30 @DRUG$/kg.	Cardiotoxic lesions come in  % of animals in the 25 mg / kg ephedrine groups with @DRUG$ at 7.25 , 15 , or 30 @DRUG$ / kg .	Cardiotoxic lesions ephedrine in 47 % of animals in / 25 mg / kg occurred groups with @DRUG$ at 7.25 , 15 , or 30 @DRUG$ the kg .	Cardiotoxic in 47 % of animals in the 25 mg / kg groups with @DRUG$ at 7.25 , 15 , or 30 @DRUG$ / kg	47% of animals in the 25 mg / kg ephedrine groups with @DRUG$ at 7.25 , 15 , or 30 @DRUG$ / kg had cardiotoxic lesions.	0
0	Streptozotocin-induced diabetic rats received 3 mg/ml @DRUG$ in drinking @DRUG$ beginning at 72 h or 4 weeks and continued to 8 weeks.	Streptozotocin-induced diabetic rats take in 3 mg / ml @DRUG$ in drinking @DRUG$ beginning at 72 h or quatern weeks and continued to 8 weeks .	Streptozotocin-induced diabetic rats received 3 mg / ml @DRUG$ in drinking @DRUG$ beginning 72 at h or 8 weeks and continued to 4 weeks .	Streptozotocin-induced diabetic rats received 3 mg / ml @DRUG$ in drinking @DRUG$ beginning at 72 h or and continued to 8 .	The diabetic rats received @DRUG$ in drinking water beginning at 72 hours or 4 weeks and continued to 8 weeks.	1
0	Nitro-@DRUG$ was much more potent than prednisolone and the derivative devoid of the nitric ester in an acute peritonitis model (higher impact on neutrophil migration and soluble mediator generation) as well @DRUG$ in models of chronic inflammation (air-pouch granuloma and collagen II-induced arthritis).	Nitro-@DRUG$ was much more potent than prednisolone and the derivative devoid of the nitrous ester in an penetrative peritonitis model ( gamy impact on neutrophil migration and soluble mediator contemporaries ) as well @DRUG$ in models of chronic inflammation ( air - pocket granuloma and collagen II - induced arthritis ) .	Nitro-@DRUG$ was in more potent than ester neutrophil the derivative devoid of the nitric prednisolone much an acute peritonitis model ( higher impact chronic and migration and soluble mediator generation ) as well @DRUG$ in models of on inflammation ( air - pouch granuloma and collagen II ) induced arthritis - .	Nitro-@DRUG$ was much more potent than prednisolone the devoid of the ester in an peritonitis model ( higher impact neutrophil migration and soluble generation ) as well in of chronic inflammation ( air - pouch and collagen II - induced ) .	Nitro-@DRUG$ was much more potent than prednisolone and the derivative devoid of the nitric ester in an acute peritonitis model ( higher impact on neutrophil migration and soluble mediator generation ). @DRUG$ was also more potent than prednisolone in models	0
0	@DRUG$-glycoprotein inhibitors such as cyclosporine, tariquidar and @DRUG$ significantly increased the influx of udenafil and decreased the efflux of udenafil.	@DRUG$ - glycoprotein inhibitors such as cyclosporine , tariquidar and @DRUG$ significantly increase the influx of udenafil and decreased the outflow of udenafil .	@DRUG$ - glycoprotein inhibitors such as cyclosporine the tariquidar increased @DRUG$ significantly and the influx of udenafil and decreased , efflux of udenafil .	@DRUG$ - glycoprotein inhibitors such as cyclosporine , tariquidar and @DRUG$ significantly increased the influx of udenafil and the efflux of udenafil .	@DRUG$ - glycoprotein inhibitors such as cyclosporine , tariquidar and @DRUG$ significantly increased the influx of udenafil and decreased the efflux of udenafil ."This means that when DRUGA and DRUGB are used together, the	0
0	No effect of trimetazidine was observed on glycolysis, glucose oxidation, fatty acid oxidation, or active pyruvate dehydrogenase when palmitate was substituted with 0.8 mmol/@DRUG$ octanoate or 1.6 mmol/L @DRUG$, suggesting that trimetazidine directly inhibits long-chain fatty acid oxidation.	No effect of trimetazidine was observed on glycolysis , glucose oxidation , fatty acid oxidation , or active agent pyruvate dehydrogenase when palmitate was substitute with 0.8 mmol / @DRUG$ octanoate or 1.6 mmol / L @DRUG$ , advise that trimetazidine directly inhibits long chain fatty acid oxidation .	No effect of was , observed on glycolysis , glucose oxidation , fatty acid oxidation trimetazidine or active pyruvate trimetazidine when palmitate was substituted with 0.8 mmol / @DRUG$ octanoate or 1.6 mmol / directly @DRUG$ , suggesting that dehydrogenase L inhibits long-chain fatty acid oxidation .	No effect of trimetazidine was observed on glycolysis , glucose oxidation , fatty acid oxidation , or active pyruvate when palmitate substituted 0.8 mmol / @DRUG$ octanoate 1.6 mmol / L @DRUG$ , suggesting trimetazidine directly fatty acid oxidation .	Trimetazidine does not seem to affect glycolysis, glucose oxidation, fatty acid oxidation, or active pyruvate dehydrogenase when palmitate is substituted with 0.8 mmol/@DRUG$ octanoate or 1.6 mmol/L @DRUG$, suggesting	0
0	Counterirritants such as @DRUG$, methyl salicylate, @DRUG$, thymol and capsaicin are widely used in the treatment of mild pains and itches by topical application.	Counterirritants such as @DRUG$ , methyl group salicylate , @DRUG$ , thymol and capsaicin are widely used in the treatment of mild pains and itches by topical applications programme .	Counterirritants such as @DRUG$ , methyl salicylate , @DRUG$ the thymol and capsaicin are widely used in pains treatment of mild , and itches by topical application .	Counterirritants such as @DRUG$ , methyl salicylate , @DRUG$ , thymol and capsaicin are widely used in the mild pains and itches topical application .	Counterirritants such as @DRUG$ and @DRUG$ are widely used in the treatment of mild pains and itches by topical application.	0
1	The effects of @DRUG$ and fluoxetine on several antidepressant drug screens are mediated by antagonist action at 5-HT2 receptors and inhibition of @DRUG$ uptake, respectively.	The effects of @DRUG$ and fluoxetine on several antidepressant drug screen out are mediated by antagonist carry through at 5 - HT2 receptors and inhibition of @DRUG$ uptake , respectively .	The effects of @DRUG$ and fluoxetine on several antidepressant and are screens mediated by antagonist action at 5 - HT2 receptors drug inhibition of @DRUG$ uptake , respectively .	The effects of @DRUG$ and fluoxetine on several antidepressant drug are mediated by action at 5 - HT2 receptors and inhibition of @DRUG$ uptake , respectively .	@DRUG$ and fluoxetine have similar effects on antidepressant drug screens, but they achieve these effects through different mechanisms. DRUGA acts as an antagonist at 5 - HT2 receptors, while fluoxetine inhibits @DRUG$ uptake.	0
1	Transient morning plasma @DRUG$ reductions below 5 micrograms/dl occurred in 6% of @DRUG$-treated patients, reverting to normal within 1 week of the end of treatment.	Transient morning plasm @DRUG$ reductions below quintuplet micrograms / dl occurred in sextuplet % of @DRUG$ - treated patients , reverting to normal within 1 week of the end of treatment .	Transient morning plasma @DRUG$ reductions below / micrograms 5 dl occurred in 6 % of @DRUG$ - treated patients , reverting to the within 1 week of normal of end treatment .	Transient morning plasma @DRUG$ reductions below 5 micrograms / dl occurred in 6 % of @DRUG$ - treated patients , reverting to normal within 1 week of the of treatment .	Six percent of @DRUG$-treated patients had transient reductions in plasma @DRUG$ levels below five micrograms per deciliter, which reverted to normal within one week of the end of treatment.	0
0	Plasma concentrations of l-methylphenidate were 40-fold lower than those of d-methylphenidate, whereas plasma concentrations of d-alpha-phenyl-2-piperidine @DRUG$ (d-PPA) and l-@DRUG$, the major metabolite of methylphenidate, were comparable.	plasm engrossment of l-methylphenidate were 40 - fold humbled than those of d-methylphenidate , whereas plasm engrossment of d-alpha- phenyl - 2 - piperidine @DRUG$ ( d- PPA ) and l-@DRUG$ , the major metabolite of methylphenidate , were comparable .	Plasma concentrations concentrations whereas were 40 , fold lower than those of d-methylphenidate , l-methylphenidate plasma d- of d-alpha- phenyl - 2 - piperidine @DRUG$ ( of PPA ) and l-@DRUG$ , the major metabolite of methylphenidate - were comparable .	Plasma concentrations of l-methylphenidate were 40 - fold lower than those of d-methylphenidate , whereas plasma concentrations of d-alpha- phenyl - 2 - piperidine @DRUG$ ( d- PPA ) and l-@DRUG$ , the major metabolite of methylphenidate , were comparable .	Plasma concentrations of l-methylphenidate were 40 - fold lower than those of d-methylphenidate , whereas plasma concentrations of d-alpha- phenyl - 2 - piperidine @DRUG$ ( d- PPA ) and l-@DRUG$ , the major metabolite of	0
0	Based on these characterization studies, including C-11 labeled desipramine (DMI), 2-hydroxydesipramine (HDMI), talopram, talsupram, @DRUG$ (Nis), oxaprotiline (Oxap), lortalamine (Lort) and C-11 and @DRUG$-18 derivatives of reboxetine (RB), methylreboxetine (MRB) and their individual (R, R) and (S, S) enantiomers, in conjunction with studies with radiolabeled 4-iodo-tomoxetine and 2-iodo-nisoxetine, we have identified the superiority of (S, S)-[(11)C]MRB and the suitability of the MRB analogs as potential NET ligands for PET.	Based on these personation analyze , including C-11 pronounce desipramine ( DMI ) , 2-hydroxydesipramine ( HDMI ) , talopram , talsupram , @DRUG$ ( Nis ) , oxaprotiline ( Oxap ) , lortalamine ( Lort ) and C-11 and @DRUG$ - 18 derivatives of reboxetine ( rubidium ) , methylreboxetine ( MRB ) and their individual ( R , R ) and ( siemens , siemens ) enantiomer , in concurrence with analyze with radiolabeled 4 - iodo - tomoxetine and 2 - iodo - nisoxetine , we have identified the favourable position of ( siemens , siemens ) - [ (  ) C ] MRB and the suitability of the MRB analogs as potential mesh ligand for favourite .	Based on these characterization studies , including identified labeled desipramine ( DMI ) , 2-hydroxydesipramine ( , ] , talopram , talsupram , @DRUG$ ( for MRB studies tomoxetine ( Oxap ) have lortalamine ( Lort ) and C-11 ) @DRUG$ - 18 derivatives of reboxetine ( ) ) , methylreboxetine ( ) ) and their individual ( R HDMI R ) and ( 2 , S and enantiomers , in conjunction with , with radiolabeled 4 ligands iodo - oxaprotiline and S - iodo - nisoxetine , we , C-11 the superiority of ( S , S ) - [ ( 11 ) C RB MRB and the suitability of the MRB analogs as potential NET - Nis PET .	these characterization studies , including C-11 desipramine ( DMI ) , 2-hydroxydesipramine ( HDMI ) , , talsupram , @DRUG$ ( ) , ( ) , lortalamine ( Lort ) C-11 and @DRUG$ - 18 derivatives of reboxetine ( RB ) , ( ) and their individual R , R ) and ( S , S ) enantiomers , in conjunction with studies with radiolabeled 4 - - tomoxetine and 2 - iodo - nisoxetine , have identified the superiority ( S , S ) - ( 11 ) C ] MRB and suitability of MRB analogs as potential ligands for PET .	Based on these characterization studies, including C-11 labeled desipramine (DMI), 2-hydroxydesipramine (HDMI), talopram, talsupram, @DRUG$ (Nis), oxaprotiline (Oxap), lortalamine	1
0	The combined oral contraceptive pill containing @DRUG$ and @DRUG$ plus levomefolate calcium.	The merge oral contraceptive pill containing @DRUG$ and @DRUG$ plus levomefolate calcium .	The combined oral contraceptive pill containing @DRUG$ calcium @DRUG$ plus levomefolate and .	The combined oral contraceptive pill @DRUG$ and @DRUG$ plus levomefolate calcium .	The combined oral contraceptive pill containing @DRUG$ and @DRUG$ plus levomefolate calcium is used to prevent pregnancy.	0
0	Each ingested 500 @DRUG$ of amoxicillin or 125 mg of @DRUG$ or the above agents in combination in randomized sequences.	Each ingested 500 @DRUG$ of amoxicillin or 125 mg of @DRUG$ or the above agent in combination in randomized sequence .	Each ingested 500 @DRUG$ of 125 of amoxicillin mg or @DRUG$ or the above agents in combination in randomized sequences .	Each ingested 500 @DRUG$ of amoxicillin or 125 mg of @DRUG$ or the above agents in combination in randomized .	@DRUG$ is always ingested 500 times more than @DRUG$.	0
0	Second, in patients with combined hypertension and angina pectoris, fixed doses of labetalol (200 mg twice daily) gave the @DRUG$ blood pressure values, effort tolerance, and @DRUG$ usage as did atenolol 100 mg once daily in a double-blind, double-dummy, crossover study.	Second , in patients with combined high blood pressure and angina pectoris , fixed doses of labetalol ( 200 mg twice everyday ) throw the @DRUG$ blood pressure values , effort tolerance , and @DRUG$ usage as did atenolol 100 mg once everyday in a double - blind , double - dummy up , crosswalk study .	Second , in patients with combined once and angina study , fixed doses of in ( 200 mg twice daily ) gave the @DRUG$ labetalol pressure values , effort atenolol , and @DRUG$ usage as did tolerance 100 mg hypertension daily blood a double - blind , double - dummy , crossover pectoris .	Second , in patients with combined hypertension and angina , doses of labetalol ( 200 twice daily ) the @DRUG$ blood pressure values , effort tolerance , and @DRUG$ usage as did 100 mg once daily a double - , double - dummy , crossover study .	Second, in patients with combined hypertension and angina pectoris, fixed doses of labetalol (200 mg twice daily) gave the @DRUG$ blood pressure values, effort tolerance, and @DRUG$ usage as did atenolol 100 mg once daily in a double-blind,	0
0	@DRUG$ (2-butyl, 3-(4-diethylaminoethoxy, 3,5-diiodo, benzoyl) benzofuran hydrochloride), an anti-anginal drug which causes coronary dilatation and depresses myocardial @DRUG$ consumption, was found to protect anaesthetized guinea-pigs against ouabain-induced ventricular fibrillation.2.	@DRUG$ ( 2- butyl , trio -( 4 - diethylaminoethoxy , 3,5-diiodo , benzoyl ) benzofuran hydrochloride ) , an anti-anginal drug which causes coronary dilation and depresses myocardial @DRUG$ consumption , was ascertain to protect put under guinea- pigs against ouabain - induced ventricular fibrillation . 2 .	@DRUG$ ( 2- butyl , 3 -( 4 - diethylaminoethoxy was 3,5-diiodo , benzoyl ) ) benzofuran hydrochloride , an anti-anginal drug which causes coronary dilatation and depresses myocardial @DRUG$ consumption , , found to protect anaesthetized guinea- pigs against ouabain - induced ventricular fibrillation . 2 .	@DRUG$ ( 2- butyl , 3 - diethylaminoethoxy , , benzoyl ) hydrochloride ) , an anti-anginal drug which causes coronary dilatation and depresses myocardial @DRUG$ consumption , was found to protect anaesthetized guinea- against ouabain - induced ventricular fibrillation . 2 .	@DRUG$ (an anti-anginal drug which causes coronary dilatation and depresses myocardial @DRUG$ consumption) was found to protect anaesthetized guinea- pigs against ouabain - induced ventricular fibrillation.	0
0	DATA SYNTHESIS: Because of potentially favorable pharmacokinetics versus vasopressin and limited availability of @DRUG$ in some countries, the effects of @DRUG$, a vasopressin analog, have been studied recently for the treatment of septic shock.	DATA SYNTHESIS : Because of potentially favorable pharmacokinetics versus vasopressin and limited availability of @DRUG$ in some res publica , the effects of @DRUG$ , a vasopressin analogue , have been studied recently for the treatment of septic jounce .	DATA some : Because of potentially favorable pharmacokinetics versus vasopressin and limited availability of @DRUG$ in SYNTHESIS countries , the effects , @DRUG$ , a vasopressin analog of have been studied recently for the treatment of septic shock .	DATA SYNTHESIS : Because potentially favorable pharmacokinetics versus vasopressin and limited availability of @DRUG$ in some countries , the effects of @DRUG$ , vasopressin , have been studied for the treatment of septic shock .	@DRUG$ is a vasopressin analog, which means that it is similar to the hormone vasopressin. @DRUG$ is a drug that has been studied recently for the treatment of septic shock. Some researchers believe that DRUGA may be more favorable than vasopressin	0
0	Additionally, the following substances inhibiting the progress of experimental myopia are discussed: atropine, oxyphenonium, pirenzepine, chlorpyrifos, apomorphine, reserpine, 6-hydroxy dopamine, dextromethorphan, MK-801, APV, @DRUG$, SR95531, CACA, TPMPA, dextrorphanol, levorphanol, D- and L-naloxane, @DRUG$-NAME, formoguanamine, beta-xyloside, central and peripheral antagonists of VIP, and basic fibroblast growth factor.	additionally , the following meaning inhibit the come along of experimental myopia are discussed : atropine , oxyphenonium , pirenzepine , chlorpyrifos , apomorphine , reserpine , 6 - hydroxy dopamine , dextromethorphan , MK - 801 , APV , @DRUG$ , SR95531 , CACA , TPMPA , dextrorphanol , levorphanol , D- and L-naloxane , @DRUG$ - NAME , formoguanamine , beta-xyloside , central and peripheral adversary of dignitary , and staple fibroblast growth factor .	Additionally , the following basic inhibiting the progress of experimental are myopia discussed : atropine , oxyphenonium , pirenzepine , chlorpyrifos , dextromethorphan , reserpine , 6 - hydroxy dopamine , apomorphine , MK TPMPA 801 , APV , @DRUG$ , SR95531 , CACA , - , dextrorphanol , levorphanol , D- and L-naloxane , @DRUG$ - NAME , formoguanamine , beta-xyloside , central and peripheral antagonists of factor growth and substances fibroblast , VIP .	, following substances inhibiting the progress of experimental myopia are discussed : atropine , oxyphenonium , pirenzepine chlorpyrifos , apomorphine , reserpine , 6 - hydroxy dopamine , dextromethorphan , MK - 801 , APV , @DRUG$ , SR95531 , CACA TPMPA dextrorphanol , levorphanol and L-naloxane , @DRUG$ - NAME , formoguanamine , beta-xyloside , central and peripheral antagonists of VIP , and fibroblast growth factor .	@DRUG$ is a substance that inhibits the progress of experimental myopia, while @DRUG$ is a substance that has a similar effect.	0
0	INTERVENTION: Single intravenous (IV) doses of @DRUG$ 50 mg (lead-in) and 100-400 @DRUG$.	interposition : Single endovenous ( IV ) doses of @DRUG$ 50 mg ( lead - in ) and 100-400 @DRUG$ .	in : Single intravenous ( IV ) doses of @DRUG$ 50 mg ( lead - INTERVENTION ) and 100-400 @DRUG$ .	INTERVENTION Single intravenous ( IV ) doses of @DRUG$ 50 mg ( lead in ) and 100-400 @DRUG$ .	If you give someone a single dose of @DRUG$, it will likely have an effect on their body. The strength of that effect will depend on how much @DRUG$ they are also given.	0
0	The analysis of tolerability, which was based on data from 7 studies, found a significant difference between @DRUG$ and placebo (RR = 1.19; 95% cI, 1.07-1.31; @DRUG$<0.001).	The analysis of tolerability , which was free base on data from 7 read , found a important difference between @DRUG$ and placebo ( RR = 1.19 ; 95 % cI , 1.07-1.31 ; @DRUG$ <0.001 ) .	The analysis of studies , which was based on data from ( tolerability , found a significant difference between @DRUG$ 1.19 placebo 7 RR = and ; 95 % cI , 1.07-1.31 ; @DRUG$ <0.001 ) .	The analysis of tolerability , which was on data , found a significant difference between @DRUG$ and placebo ( RR = 1.19 ; 95 % cI , ; @DRUG$ <0.001 ) .	The analysis of tolerability found that @DRUG$ is significantly more tolerable than placebo.	1
1	Preclinical animal studies demonstrated that the administration of amifostine protected against a variety of chemotherapy-related toxicities including cisplatin-induced nephrotoxicity, cisplatin-induced neurotoxicity, cyclophosphamide- and @DRUG$-induced pulmonary toxicity, and the cytotoxicities (including cardiotoxicity) induced by @DRUG$ and related chemotherapeutic agents.	presymptomatic animal studies evidence that the administration of amifostine protected against a variety of chemotherapy - relate toxicities including cisplatin-induced nephrotoxicity , cisplatin-induced neurotoxicity , cyclophosphamide - and @DRUG$ - induced pneumonic toxicity , and the cytotoxicities ( including cardiotoxicity ) induced by @DRUG$ and relate chemotherapeutic agents .	including animal studies demonstrated that the administration of amifostine protected against a variety of cyclophosphamide - related and including cisplatin-induced nephrotoxicity , cisplatin-induced neurotoxicity , chemotherapy - toxicities @DRUG$ - induced pulmonary toxicity , and the cytotoxicities ( Preclinical cardiotoxicity ) induced by @DRUG$ and related chemotherapeutic agents .	Preclinical animal studies demonstrated that the of amifostine protected against a variety of chemotherapy - related toxicities including cisplatin-induced nephrotoxicity , cisplatin-induced neurotoxicity , cyclophosphamide - and @DRUG$ induced pulmonary toxicity , and the cytotoxicities ( including cardiotoxicity ) induced by @DRUG$ related chemotherapeutic agents .	Preclinical animal studies demonstrated that the administration of amifostine protected against a variety of chemotherapy - related toxicities including cisplatin-induced nephrotoxicity , cisplatin-induced neurotoxicity , cyclophosphamide - and @DRUG$ - induced pulmonary toxicity , and the cytot	1
0	The present study evaluated the effect of @DRUG$ 200mg (B), guaifenesin 600 mg (G), their combination (B+G), and placebo (@DRUG$) on capsaicin-induced cough in 30 adult nonsmokers with acute URI.	The present study evaluated the impression of @DRUG$ 200 magnesium ( B ) , guaifenesin 600 magnesium ( G ) , their combining ( B+ G ) , and placebo ( @DRUG$ ) on capsaicin-induced coughing in 30 adult nonsmokers with acute URI .	The present study evaluated with effect of @DRUG$ 200 mg ( B+ ) capsaicin-induced guaifenesin their mg ( G ) , 600 combination ( B G ) , and placebo ( @DRUG$ ) on , cough in 30 adult nonsmokers the acute URI .	The study evaluated the effect of @DRUG$ 200 ( B ) , guaifenesin mg ( G ) , their combination ( B+ G ) , and placebo ( @DRUG$ ) on capsaicin-induced cough in adult nonsmokers with acute .	The present study evaluated the effect of @DRUG$ 200 mg ( B ) , guaifenesin 600 mg ( G ) , their combination ( B+ G ) , and placebo ( @DRUG$ ) on capsaicin-induced cough in 30 adult nonsmokers with acute URI .	0
0	Overall response rates for amoxycillin at 22 @DRUG$/kg, q12 h for seven doses (10/15 cats; 67%), @DRUG$ at 5mg/kg, q24 h for seven doses (11/13 cats; 85%), and pradofloxacin at 10mg/kg, q24 h for seven doses (11/12 cats; 92%) were not statistically significant.	Overall answer rates for amoxycillin at 22 @DRUG$ / kilogram , q12 h for heptad doses ( 10/15 computerized axial tomography ; 67 % ) , @DRUG$ at 5mg / kilogram , q24 h for heptad doses ( 11/13 computerized axial tomography ; 85 % ) , and pradofloxacin at 10mg / kilogram , q24 h for heptad doses ( 11/12 computerized axial tomography ; xcii % ) were not statistically substantial .	significant response rates were amoxycillin % 22 @DRUG$ / kg , q12 h for seven doses ( 10/15 cats ; cats at ) , @DRUG$ at for / kg , q24 h for seven q24 ( 11/13 cats ; 85 % ) , and pradofloxacin at 10mg / kg , doses h for seven doses ( 11/12 67 ; 92 % ) 5mg not statistically Overall .	Overall response rates for amoxycillin at 22 @DRUG$ / kg , q12 h doses ( 10/15 cats ; 67 ) , @DRUG$ at 5mg / kg , h for seven doses ( 11/13 cats ; 85 % ) and pradofloxacin at 10mg kg , q24 h seven doses ( cats ; 92 ) were not statistically significant .	Overall response rates for amoxycillin at 22 @DRUG$ / kg , q12 h for seven doses ( 10/15 cats ; 67 % ) , @DRUG$ at 5mg / kg , q24 h for seven doses ( 11/13 cats ; 85 % ) , and prad	0
0	In 15 studies, several of which were adequately powered to assess efficacy, rifaximin was at least as effective as lactulose/@DRUG$ (the current mainstay of pharmacologic treatment for hepatic encephalopathy) and neomycin and paromomycin (the antibiotics most commonly prescribed for hepatic encephalopathy) in improving neurologic signs and symptoms and reducing blood @DRUG$ levels.	In  studies , several of which were adequately powered to assess efficacy , rifaximin was at to the lowest degree as effective as lactulose / @DRUG$ ( the current pillar of pharmacologic handling for hepatic encephalopathy ) and neomycin and paromomycin ( the antibiotic drug most commonly prescribed for hepatic encephalopathy ) in improving neurologic foretoken and symptoms and reducing blood @DRUG$ levels .	In 15 studies assess the of which / adequately powered to , efficacy , rifaximin was at least as effective as lactulose were @DRUG$ ( for current mainstay of pharmacologic treatment several hepatic encephalopathy ) and neomycin and paromomycin ( for antibiotics most commonly prescribed encephalopathy hepatic the ) in improving neurologic signs and symptoms and reducing blood @DRUG$ levels .	In 15 studies , several of which were adequately to assess efficacy , rifaximin was at least as effective as lactulose / @DRUG$ the current mainstay of pharmacologic treatment for hepatic encephalopathy ) and neomycin and paromomycin ( the antibiotics most commonly prescribed for hepatic encephalopathy ) in improving signs symptoms and reducing blood @DRUG$ levels .	Rifaximin is just as effective as lactulose/@DRUG$ and neomycin/paromomycin in improving neurologic signs and symptoms and reducing blood @DRUG$ levels.	0
0	A method for the determination of 12 sulfonamides (SAs) (sulfanilamide, sulfamonomethoxine, @DRUG$, sulfamethoxazole, sulfadiazine, sulfisoxazole, sulfathiazole, sulfadi-methoxine, sulfamerazine, sulfaquinoxaline, sulfamethazine, @DRUG$) in cosmetics was developed by ultra performance liquid chromatography with photodiode array detector (UPLC-PDA).	A method acting for the determination of dozen sulfonamides ( SAs ) ( sulfanilamide , sulfamonomethoxine , @DRUG$ , sulfamethoxazole , sulfadiazine , sulfisoxazole , sulfathiazole , sulfadi-methoxine , sulfamerazine , sulfaquinoxaline , sulfamezathine , @DRUG$ ) in cosmetics was developed by ultra functioning liquid chromatography with photodiode raiment detector ( UPLC - PDA ) .	A method for the determination of 12 sulfonamides ( SAs ) ( sulfanilamide , sulfamonomethoxine , @DRUG$ , sulfamethoxazole , sulfadiazine , sulfisoxazole , sulfathiazole , with , sulfamerazine , sulfaquinoxaline , sulfamethazine , @DRUG$ ) ultra cosmetics was developed by in performance chromatography liquid sulfadi-methoxine photodiode array detector ( UPLC - PDA ) .	A method the determination of 12 ( SAs ) ( sulfanilamide , sulfamonomethoxine , @DRUG$ , sulfamethoxazole , sulfadiazine , sulfisoxazole , sulfathiazole , sulfadi-methoxine , sulfamerazine sulfaquinoxaline , sulfamethazine @DRUG$ ) in cosmetics developed by ultra performance liquid chromatography with photodiode array detector ( UPLC - PDA	A method was developed to determine the presence of 12 sulfonamides in cosmetics using ultra performance liquid chromatography with photodiode array detector.	1
0	In in vitro binding in monkey brain tissue, both isomers had low affinity for @DRUG$ and @DRUG$ transporters by at least 200-fold relative to cocaine, but comparable affinity for norepinephrine transporters.	In in vitro binding in monkey mastermind tissue , both isomers had low phylogenetic relation for @DRUG$ and @DRUG$ transporters by at least 200 - fold relative to cocaine , but comparable phylogenetic relation for noradrenaline transporters .	In in vitro binding in monkey brain both , tissue isomers - low affinity for @DRUG$ and @DRUG$ transporters by at least 200 had fold relative to cocaine , but comparable affinity norepinephrine for transporters .	In in vitro binding in monkey brain tissue , both had affinity for @DRUG$ and @DRUG$ transporters by at least 200 - fold relative to cocaine , but comparable affinity for norepinephrine transporters .	Both isomers had low affinity for @DRUG$ and @DRUG$ transporters by at least 200 - fold relative to cocaine, but comparable affinity for norepinephrine transporters.	0
1	@DRUG$ seems to act via direct or indirect stimulation of @DRUG$(1A), DA, and opioid receptors in those animal models.	@DRUG$ seems to act via direct or indirect stimulation of @DRUG$ ( 1A ) , district attorney , and opioid receptors in those fleshly models .	@DRUG$ seems to act via direct or ( stimulation of @DRUG$ indirect 1A ) , DA and , opioid receptors in those animal models .	@DRUG$ seems to act via direct or indirect stimulation of @DRUG$ ( 1A ) , DA and opioid receptors in those animal models	@DRUG$ seems to cause @DRUG$ to be more active, which in turn causes increased levels of dopamine and opioids.	0
0	We tested the effects of tramadol and its M1 metabolite (0.1-100 microM) on human recombinant neurotransmitter-gated ion channels, including glycine, @DRUG$(A) (GABA(A)), and N-methyl-@DRUG$-aspartate (NMDA) receptors, expressed in Xenopus oocytes.	We tested the effects of tramadol and its m metabolite ( 0.1 - 100 microM ) on homo recombinant neurotransmitter - gated ion channels , including glycine , @DRUG$ ( vitamin a ) ( gaba ( vitamin a ) ) , and N-methyl - @DRUG$ - aspartate ( NMDA ) receptors , explicit in Xenopus oocytes .	We tested the effects N-methyl tramadol and its M1 , ( 0.1 - 100 microM ) on human recombinant neurotransmitter - , ion channels gated including glycine , @DRUG$ ( A ) ( GABA A ( ) ) , and of - @DRUG$ expressed aspartate ( NMDA ) receptors metabolite - in Xenopus oocytes .	We tested the effects of its M1 metabolite ( 0.1 - 100 microM ) on human recombinant neurotransmitter - gated ion channels , including glycine , @DRUG$ ( A ) ( GABA ( A ) ) and - @DRUG$ - aspartate ( NMDA ) receptors , expressed in Xenopus oocytes .	We tested the effects of tramadol and its M1 metabolite ( 0.1 - 100 microM ) on human recombinant neurotransmitter - gated ion channels , including glycine , @DRUG$ ( A ) ( GABA ( A ) ) , and N-methyl - @DRUG$	0
0	All patients (mean age, 74.5 years) received supplemental @DRUG$ and @DRUG$.	All patients ( meanspirited age , 74.5 years ) received supplemental @DRUG$ and @DRUG$ .	All patients ( mean age years 74.5 , ) received supplemental @DRUG$ and @DRUG$ .	All patients ( age , 74.5 years ) received supplemental @DRUG$ and @DRUG$ .	All patients received supplemental @DRUG$ and @DRUG$.	0
1	A different regimen was then administered, consisting of one cycle of a 50% dose and a second cycle of a 75% dose of @DRUG$ (100 @DRUG$/m(2) days 1, 2, 3), coadministered with carboplatin (AUC 5, plasma concentration curve).	vitamin a different regimen was then administered , comprise of one cycle of a fifty % dose and a second cycle of a 75 % dose of @DRUG$ ( 100 @DRUG$ / m( two ) days 1 , two , 3 ) , coadministered with carboplatin ( AUC 5 , plasma concentration curve ball ) .	A different regimen was a administered , consisting of , cycle 100 a 50 % dose and then 2 cycle of a one % dose of @DRUG$ ( of @DRUG$ / m( 2 ) days 1 , second , 3 ) , coadministered with carboplatin ( AUC 5 75 plasma concentration curve ) .	A different was administered consisting of one cycle of 50 % dose second cycle of a 75 % dose of @DRUG$ ( 100 @DRUG$ / m( ) days 1 , , ) , coadministered carboplatin ( AUC 5 , plasma concentration curve ) .	A different regimen was then administered , consisting of one cycle of a 50 % dose and a second cycle of a 75 % dose of @DRUG$ ( 100 @DRUG$ / m( 2 ) days 1 , 2 , 3 ) , coadministered with carboplatin ( AUC 5 , plasma	0
0	All SSRIs have a great affinity for the @DRUG$ reuptake carrier in the synaptic cleft in the central nervous system, with much less affinity for the noradrenaline (norepinephrine) reuptake carrier, and for alpha- and beta-adrenergic, dopamine, @DRUG$, 5-HT and muscarine receptors.	whole SSRIs have a groovy affinity for the @DRUG$ reuptake carrier in the synaptic cleft in the central nervous system , with much to a lesser extent affinity for the noradrenaline ( noradrenaline ) reuptake carrier , and for alpha- and beta-adrenergic , dopamine , @DRUG$ , quintuplet - HT and muscarine receptors .	All SSRIs have a great affinity for the @DRUG$ reuptake carrier in the synaptic cleft in the central nervous system and with 5 less affinity for the , ( norepinephrine ) reuptake carrier receptors and for alpha- , beta-adrenergic , dopamine , @DRUG$ , much HT - and muscarine noradrenaline .	All SSRIs have a great affinity the @DRUG$ reuptake carrier in the synaptic cleft in the central nervous system , with less affinity the noradrenaline ( norepinephrine ) reuptake carrier , and for alpha- and beta-adrenergic , dopamine , @DRUG$ , - HT and muscarine	All SSRIs have a great affinity for the @DRUG$ reuptake carrier in the synaptic cleft in the central nervous system , with much less affinity for the noradrenaline ( norepinephrine ) reuptake carrier , and for alpha- and beta-adrenergic ,	1
1	It is concluded that @DRUG$ and etoperidone produce in rats cardiovascular effects, which are different from those of @DRUG$.	it is over that @DRUG$ and etoperidone produce in rats cardiovascular effects , which are different from those of @DRUG$ .	It , concluded that @DRUG$ and etoperidone produce in are cardiovascular effects is which rats different from those of @DRUG$ .	It is concluded that @DRUG$ and etoperidone produce in rats cardiovascular effects , which different from those of @DRUG$ .	@DRUG$ and @DRUG$ produce different cardiovascular effects in rats.	0
1	When compared to atorvastatin, @DRUG$ was about three-fold more potent at reducing LDL-@DRUG$.	When compared to atorvastatin , @DRUG$ was about trinity - fold more potent at reducing LDL - @DRUG$ .	was compared to atorvastatin , @DRUG$ When about three - fold more potent at reducing LDL - @DRUG$ .	When compared to atorvastatin , @DRUG$ was about - more potent reducing LDL - @DRUG$ .	@DRUG$ is about three times more potent than @DRUG$ at reducing LDL.	0
0	The treatments that are efficacious for the management of the different non-motor symptoms are as follows: @DRUG$ for the treatment of depressive symptoms, clozapine for the treatment of psychosis, rivastigmine for the treatment of dementia, and botulinum toxin A (BTX-A) and BTX-B as well @DRUG$ glycopyrrolate for the treatment of sialorrhea.	The treatments that are effectual for the management of the different non-motor symptoms are as pursue : @DRUG$ for the treatment of depressive symptoms , clozaril for the treatment of psychosis , rivastigmine for the treatment of dementedness , and botulinum toxin amp ( BTX - amp ) and BTX - vitamin b complex as well @DRUG$ glycopyrrolate for the treatment of sialorrhea .	The treatments that are efficacious for and management of the different non-motor symptoms are as rivastigmine : @DRUG$ for the the of depressive symptoms of clozapine for the treatment of psychosis , follows for the treatment of dementia , and botulinum toxin A ( BTX treatment A ) - BTX - B as well @DRUG$ glycopyrrolate for sialorrhea treatment , the .	The treatments that are efficacious for the management of the different non-motor symptoms are as follows : @DRUG$ for the treatment of depressive symptoms , clozapine for the treatment of psychosis , for the treatment dementia , and botulinum toxin A ( BTX - A ) and BTX - B as well @DRUG$ glycopyrrolate for the treatment sialorrhea	The treatments that are efficacious for the management of the different non-motor symptoms are as follows : @DRUG$ for the treatment of depressive symptoms , clozapine for the treatment of psychosis , rivastigmine for the treatment of dementia , and botulinum toxin A ( BT	1
0	It is concluded that: (a) (99m)Tc-P uptake in acutely infarcted myocardium, and possibly other types of soft tissue damage, is limited to necrotic and severely injured cells; (b) concentration of (99m)Tc-@DRUG$ results from selective adsorption of (99m)Tc-P with various forms of tissue calcium stores, including amorphous calcium @DRUG$, crystalline hydroxyapatite, and calcium complexed with myofibrils and other macromolecules, possibly supplemented by calcium-independent complexing with organic macromolecules; and (c) lack of a linear relationship between (99m)Tc-P and tissue calcium levels mainly results from local differences in composition and physicochemical properties of tissue calcium stores and from local variations in levels of blood flow for delivery of (99m)Tc-P agents.	it is concluded that : ( a ) ( 99 k ) atomic number  - P ingestion in acutely infarcted myocardium , and mayhap other type of soft tissue damage , is limited to necrotic and severely injured cell ; ( b ) concentration of ( 99 k ) Tc- @DRUG$ results from selective adsorption of ( 99 k ) atomic number  - P with respective forms of tissue ca stores , including amorphous ca @DRUG$ , crystalline hydroxyapatite , and ca complexed with myofibrils and other macromolecules , mayhap affix by ca - sovereign complexing with organic macromolecules ; and ( c ) lack of a linear relationship between ( 99 k ) atomic number  - P and tissue ca levels mainly results from local anaesthetic differences in composition and physicochemical attribute of tissue ca stores and from local anaesthetic magnetic variation in levels of blood course for delivery of ( 99 k ) atomic number  - P agents .	It is with that : ( a ) cells 99 m ) Tc - P m in acutely infarcted myocardium , and possibly calcium types of soft tissue calcium , is limited to between and severely injured ( Tc ( b ) concentration other ( 99 m ) Tc- @DRUG$ results from complexing adsorption of ( 99 m ) ) - P with various forms of tissue calcium stores , including amorphous m @DRUG$ , crystalline hydroxyapatite , and damage and with myofibrils and other macromolecules tissue possibly supplemented by calcium - independent selective concluded organic macromolecules ; and ( c ) lack of a linear relationship necrotic ( 99 calcium ) Tc - P complexed tissue calcium levels mainly of from local differences in composition and physicochemical properties results , of stores and from local variations in levels of blood flow for delivery of ( 99 agents Tc ; - P uptake .	is that : ( a ) ( 99 m Tc - P uptake in acutely myocardium , and possibly other types of tissue damage , is limited necrotic and severely injured cells ; ( b ) of ( 99 m ) Tc- @DRUG$ results from selective adsorption ( 99 m ) Tc - P with various forms of tissue calcium stores , including amorphous calcium @DRUG$ , hydroxyapatite , and calcium complexed with myofibrils and other macromolecules , possibly supplemented by calcium - independent complexing with organic macromolecules ( c ) lack of a linear relationship between ( 99 m ) Tc - P and tissue calcium levels mainly results from local differences in composition and properties of tissue calcium stores and from local variations levels of blood for delivery of ( 99 m ) Tc - P agents	It is concluded that the uptake of (99m)Tc-P by acutely infarcted myocardium, and possibly other types of soft tissue damage, is limited to necrotic and severely injured cells. The concentration of (99m)Tc-@DRUG$ results from	1
0	It was found to be significantly superior to placebo, faster acting than astemizole and as effective @DRUG$ usual dosages of terfenadine, @DRUG$, mequitazine and azatadine in eliciting relief of symptoms.	It was found to be importantly superior to placebo , faster acting than astemizole and as good @DRUG$ usual dosages of terfenadine , @DRUG$ , mequitazine and azatadine in eliciting relief of symptom .	effective was found to significantly be superior to placebo , faster acting than astemizole and as It @DRUG$ eliciting dosages of terfenadine , @DRUG$ , mequitazine and azatadine in usual relief of symptoms .	It found to be significantly superior placebo , faster acting than astemizole and as effective @DRUG$ dosages of terfenadine , @DRUG$ , mequitazine and azatadine in eliciting relief symptoms .	@DRUG$ was found to be significantly superior to placebo in eliciting relief of symptoms. It was also faster acting than astemizole and as effective as usual dosages of terfenadine, mequitazine and azatadine in relieving symptoms.	1
0	The study underlines the importance of alterations in the @DRUG$ system @DRUG$ a possible causative mechanism behind the behavioural and functional changes associated with delayed neurotoxicity.	The study underlines the importance of alterations in the @DRUG$ system @DRUG$ a possible causative mechanism backside the behavioural and operational changes associated with delayed neurotoxicity .	The study underlines possible importance of alterations in the @DRUG$ system @DRUG$ a the changes mechanism behind the behavioural and functional causative associated with delayed neurotoxicity .	study underlines the importance of alterations in the @DRUG$ system @DRUG$ a possible causative mechanism behind the behavioural and changes associated with delayed neurotoxicity .	The study found that alterations in the @DRUG$ system may be a possible causative mechanism behind the behavioural and functional changes associated with delayed neurotoxicity.	1
0	@DRUG$ Jolla Pharmaceuticals previously established two licensing agreements for @DRUG$, which have since been terminated.	@DRUG$ Jolla Pharmaceuticals previously established two license agreements for @DRUG$ , which have since been terminated .	@DRUG$ Jolla Pharmaceuticals previously established two licensing agreements for @DRUG$ , since have which been terminated .	@DRUG$ Jolla Pharmaceuticals previously established two licensing agreements for @DRUG$ , which have since been terminated .	@DRUG$ licensed @DRUG$ from two different companies, but those licenses have since been terminated.	0
0	Aerosolized NECA elicited concentration-dependent increases in Penh, which were significantly attenuated by @DRUG$ (0.4, 1.0, or 2.5 mg/kg i.@DRUG$.).	aerosolise NECA draw out concentration - dependent increases in Penh , which were importantly attenuated by @DRUG$ ( 0.4 , 1.0 , or 2.5 mg / kg i.@DRUG$ . ) .	Aerosolized NECA mg concentration - elicited increases in Penh , which were significantly attenuated by @DRUG$ ( 0.4 , 1.0 , or i.@DRUG$ dependent / kg 2.5 . ) .	NECA elicited concentration - dependent increases in Penh , which significantly attenuated by @DRUG$ ( 0.4 , 1.0 , 2.5 / kg i.@DRUG$ . .	Aerosolized NECA elicited concentration - dependent increases in Penh , which were significantly attenuated by @DRUG$ ( 0.4 , 1.0 , or 2.5 mg / kg i.@DRUG$ . ) ."DRUGA inhibits the effects of DRU	0
1	Thus, glipizide and glibenclamide (@DRUG$) are much more potent than @DRUG$ and chlorpropamide.	frankincense , glipizide and glibenclamide ( @DRUG$ ) are much more potent than @DRUG$ and chlorpropamide .	Thus , glipizide and glibenclamide are @DRUG$ ) ( much more potent than @DRUG$ and chlorpropamide .	Thus , glipizide and glibenclamide ( @DRUG$ ) are much more potent than @DRUG$ and chlorpropamide .	@DRUG$ is much more potent than @DRUG$.	0
1	Relative Bioavailability, Intranasal Abuse Potential, and Safety of @DRUG$/Acetaminophen Compared with @DRUG$ Bitartrate/Acetaminophen in Recreational Drug Abusers.	Relative Bioavailability , Intranasal Abuse potentiality , and Safety of @DRUG$ / Acetaminophen Compared with @DRUG$ Bitartrate / Acetaminophen in Recreational do drugs Abusers .	Relative Bioavailability , Intranasal and Potential , Acetaminophen Safety of @DRUG$ / Abuse Compared with @DRUG$ Bitartrate / Acetaminophen in Recreational Drug Abusers .	Relative Bioavailability , Intranasal Abuse Potential , and Safety of @DRUG$ Acetaminophen Compared with @DRUG$ Bitartrate / Acetaminophen in Drug Abusers .	@DRUG$ is more bioavailable than @DRUG$, and has a higher abuse potential than DRUGB. However, DRUGA is also safer than DRUGB.	0
0	In contrast to the ABCB1 C3435T polymorphism, only the ABCB1 G2677T polymorphism significantly influences @DRUG$,S-CIT plasma and CSF concentrations (46+/-11 ng/ml versus 69+/-20 ng/ml for TT versus GT/GG in plasma, p=0.027; 24+/-5 ng/ml versus 32+/-9 @DRUG$/ml for TT versus GT/GG in CSF, p=0.05).	In direct contrast to the ABCB1 C3435T polymorphism , only the ABCB1 G2677T polymorphism importantly influences @DRUG$ , S-CIT plasma and CSF assiduousness ( 46+ /-11 nanogram / milliliter versus 69+/-20 nanogram / milliliter for republic of palau versus GT / GG in plasma , p=0.027 ; 24+/-5 nanogram / milliliter versus 32+/-9 @DRUG$ / milliliter for republic of palau versus GT / GG in CSF , p=0.05 ) .	In contrast ; ng ABCB1 to polymorphism , only the ABCB1 G2677T polymorphism significantly influences @DRUG$ , for plasma and CSF concentrations ( 46+ /-11 ng / ml versus 69+/-20 ng / ml for TT / GT / GG in plasma , versus C3435T 24+/-5 the / ml p=0.027 32+/-9 @DRUG$ / ml S-CIT TT versus GT versus GG in CSF , p=0.05 ) .	contrast to the ABCB1 polymorphism , the ABCB1 G2677T significantly influences @DRUG$ , S-CIT plasma and CSF concentrations ( 46+ /-11 ng / ml versus 69+/-20 ng / ml for TT versus GT GG in , p=0.027 24+/-5 ng / ml versus 32+/-9 @DRUG$ / ml for TT versus GT / GG CSF , p=0.05 .	The ABCB1 G2677T polymorphism significantly influences @DRUG$, S-CIT plasma and CSF concentrations.	1
1	Pharmacokinetic interactions occur between haloperidol and various drugs given concomitantly, for example, @DRUG$, phenytoin, phenobarbital, fluoxetine, fluvoxamine, nefazodone, venlafaxine, buspirone, alprazolam, @DRUG$ (rifampin), quinidine and carteolol.	Pharmacokinetic fundamental interaction pass off between haloperidol and diverse drugs given concomitantly , for example , @DRUG$ , phenytoin , phenobarbital , fluoxetine , fluvoxamine , nefazodone , venlafaxine , buspirone , alprazolam , @DRUG$ ( rimactane ) , quinidine and carteolol .	Pharmacokinetic interactions occur between haloperidol and various drugs , rifampin , for example , @DRUG$ fluvoxamine phenytoin , phenobarbital ) fluoxetine , , , nefazodone given venlafaxine , buspirone , alprazolam , @DRUG$ ( concomitantly , , quinidine and carteolol .	Pharmacokinetic interactions occur between haloperidol various drugs given concomitantly for example , @DRUG$ , phenytoin , phenobarbital , fluoxetine , fluvoxamine , nefazodone , venlafaxine , buspirone , alprazolam , @DRUG$ ( rifampin ) , and carteolol .	Pharmacokinetic interactions occur between haloperidol and various drugs given concomitantly. This means that the way in which the body absorbs, distributes, metabolizes and excretes haloperidol is altered when it is taken with other drugs.	1
0	OBJECTIVE: To determine the subcutaneous absorption rates and the appearance in plasma of 3 formulations of the long-acting @DRUG$ analog insulin glargine (HOE 901) differing only in @DRUG$ content (15, 30, and 80 microg/ml).	OBJECTIVE : To determine the subcutaneous absorption rates and the visual aspect in plasma of 3 conceptualization of the long-acting @DRUG$ analogue insulin glargine ( hoe 901 ) differing only in @DRUG$ content ( 15 , 30 , and 80 microg / ml ) .	OBJECTIVE : formulations determine the subcutaneous absorption rates and the appearance in , of 3 To of the long-acting @DRUG$ 80 insulin glargine ( HOE 901 ) differing only in @DRUG$ content ) 15 , 30 plasma and analog microg / ml ( .	OBJECTIVE : To determine the subcutaneous absorption rates and the appearance in plasma of 3 formulations of the long-acting @DRUG$ analog insulin glargine ( HOE 901 ) differing only in @DRUG$ content ( , 30 , and 80 microg ml ) .	The subcutaneous absorption rates and the appearance in plasma of 3 formulations of the long-acting @DRUG$ analog insulin glargine ( HOE 901 ) differing only in @DRUG$ content ( 15 , 30 , and 80 microg / ml ) were determined.	0
0	Early phase clinical data suggest the third generation EGFR TKIs such @DRUG$ osimertinib, @DRUG$, and HM61713 are highly efficacious and well tolerated.	Early phase clinical information suggest the third generation EGFR TKIs such @DRUG$ osimertinib , @DRUG$ , and HM61713 are highly effective and well tolerated .	Early phase clinical data suggest , third generation EGFR TKIs such @DRUG$ osimertinib , @DRUG$ the and HM61713 are highly efficacious and tolerated well .	Early phase clinical data suggest the third generation TKIs such @DRUG$ osimertinib @DRUG$ , and are highly and well tolerated .	Early phase clinical data suggest that osimertinib, @DRUG$, and HM61713 are highly efficacious and well tolerated.	1
0	@DRUG$-citalopram, the nontherapeutic enantiomer in @DRUG$, is also an allosteric modulator of SERT but can inhibit the actions of escitalopram by interfering negatively with its binding.	@DRUG$ - citalopram , the nontherapeutic enantiomer in @DRUG$ , is also an allosteric modulator of SERT but can suppress the action at law of escitalopram by meddlesome negatively with its binding .	@DRUG$ - citalopram , the nontherapeutic enantiomer inhibit @DRUG$ , is also an allosteric modulator of SERT but can in interfering actions escitalopram of by the negatively with its binding .	@DRUG$ - citalopram , the nontherapeutic enantiomer in @DRUG$ , is also an allosteric modulator of SERT but can inhibit the actions of escitalopram interfering negatively with binding .	@DRUG$ is an allosteric modulator of SERT, but it can also inhibit the actions of escitalopram by interfering negatively with its binding.	1
0	From @DRUG$ 1 to 112 of the feeding period, implanting increased (P < 0.05) ADG and G:F, but REV-S and REV-X did not differ (@DRUG$ > 0.10).	From @DRUG$ 1 to 112 of the feeding period , engraft increased ( phosphorus < 0.05 ) ADG and G:F , but REV -S and REV -  did not differ ( @DRUG$ > 0.10 ) .	From @DRUG$ 1 to 112 of the ) period < implanting increased ( P , 0.05 ) ADG and G:F , but REV -S and REV - X 0.10 not differ ( @DRUG$ > did feeding .	From @DRUG$ 1 to 112 of the feeding period , implanting increased ( P < 0.05 ) ADG and G:F , but REV -S and REV - did not differ ( @DRUG$ > 0.10 ) .	From @DRUG$ 1 to 112 of the feeding period, implanting increased (P < 0.05) ADG and G:F, but REV-S and REV-X did not differ (@DRUG$ > 0.10).	0
0	Among the prepared microemulsion formulations, M3 (lemon oil/@DRUG$/n-butanol/water) and M4 (@DRUG$/Tween 80/n-butanol/water) microemulsion systems were found to be promising according to their physical properties and CTM cumulative percentage release.	Among the fain microemulsion formulations , M3 ( gamboge oil / @DRUG$ /n-butanol / water ) and M4 ( @DRUG$ / Tween 80/n-butanol / water ) microemulsion systems were found to be promising accord to their physical attribute and CTM cumulative percentage release .	Among the prepared microemulsion formulations , M3 ( lemon oil ( @DRUG$ /n-butanol / ) ) and M4 / @DRUG$ / Tween 80/n-butanol / water water microemulsion and CTM found to be promising according to their physical properties systems were cumulative percentage release .	Among the prepared microemulsion formulations , M3 ( lemon oil / @DRUG$ /n-butanol / water ) and M4 ( @DRUG$ / Tween 80/n-butanol / water ) microemulsion systems were found to be promising according to their physical properties and CTM cumulative percentage release .	M3 ( lemon oil / @DRUG$ /n-butanol / water ) and M4 ( @DRUG$ / Tween 80/n-butanol / water ) microemulsion systems were found to be promising according to their physical properties and CTM cumulative percentage release .	0
0	The withdrawal rate due to adverse events was significantly lower for escitalopram (8%) compared to @DRUG$ (16%) (@DRUG$ < 0.05).	The withdrawal rate due to contrary events was significantly get down for escitalopram ( 8 % ) compared to @DRUG$ ( 16 % ) ( @DRUG$ < 0.05 ) .	The withdrawal rate due ) adverse events lower significantly was for escitalopram ( 8 % ) compared to @DRUG$ ( 16 % to ( @DRUG$ < 0.05 ) .	The withdrawal rate due to adverse events was significantly for ( 8 % ) compared to @DRUG$ ( 16 % ) ( @DRUG$ < 0.05 ) .	Escitalopram had a significantly lower withdrawal rate due to adverse events than @DRUG$.	1
0	The Rf-values as well as the partition coefficients for chloroform and water and ethyl @DRUG$ to ten per cent H2SO4 and for n-hexane and acetonitrile are given for @DRUG$ and the metabolites together with the amounts of metabolite, following in vivo metabolic degradation.	The Rf-values as well as the partition coefficients for chloroform and water and ethyl @DRUG$ to  per penny H2SO4 and for n-hexane and acetonitrile are given for @DRUG$ and the metabolites together with the amounts of metabolite , following in vivo metabolous abjection .	The Rf-values as well ethyl the partition coefficients for chloroform acetonitrile water and as @DRUG$ to ten per metabolic H2SO4 and for n-hexane and and metabolites given for @DRUG$ and the are together with the amounts of metabolite , following in vivo cent degradation .	Rf-values as well as the partition coefficients for chloroform and water and ethyl @DRUG$ to ten per cent H2SO4 for n-hexane and acetonitrile are given @DRUG$ and the metabolites with the amounts of metabolite , following in vivo metabolic degradation .	The Rf-values as well as the partition coefficients for chloroform and water and ethyl @DRUG$ to ten per cent H2SO4 and for n-hexane and acetonitrile are given for @DRUG$ and the metabolites together with the amounts of metabolite , following	0
0	Lasofoxifene achieves this effect by occupying the space normally filled by residue @DRUG$ 540, as well as by modulating the conformation of residues of helix 11 (@DRUG$ 524, Leu 525).	Lasofoxifene accomplish this effect by occupying the space unremarkably filled by residue @DRUG$ 540 , as well as by modulating the conformation of residues of helix xi ( @DRUG$ 524 , Leu 525 ) .	540 of this effect by occupying the space normally filled by residue @DRUG$ Lasofoxifene , as well as by modulating , conformation of residues achieves helix 11 ( @DRUG$ 524 the Leu 525 ) .	Lasofoxifene this effect by occupying the space normally filled by residue @DRUG$ 540 , as well as by modulating the conformation of residues of helix 11 ( @DRUG$ 524 , 525 ) .	Lasofoxifene occupies the space normally filled by residue @DRUG$, as well as by modulating the conformation of residues of helix 11 (@DRUG$, Leu).	0
0	Spatially normalized DVRs generated from PET dynamic scans were highly correlated with SUVR (@DRUG$ = 0.58-0.88, @DRUG$ < 0.005) and were significantly greater for AD patients than for HCs in cortical regions but not in subcortical white matter or cerebellar regions.	Spatially normalized DVRs generated from favorite active rake were highly correlate with SUVR ( @DRUG$ = 0.58-0.88 , @DRUG$ < 0.005 ) and were significantly greater for AD patients than for HCs in cortical regions but not in subcortical white matter or cerebellar regions .	Spatially normalized DVRs generated from PET in scans were highly dynamic with SUVR ( @DRUG$ = 0.58-0.88 , @DRUG$ < HCs ) and were significantly greater for AD patients than for 0.005 correlated cortical regions but regions in subcortical white matter or cerebellar not .	Spatially normalized DVRs generated from dynamic scans were highly correlated with @DRUG$ = 0.58-0.88 , @DRUG$ < 0.005 ) and were significantly greater for AD patients than for HCs in cortical regions but not subcortical white matter or cerebellar regions .	Spatially normalized DVRs generated from PET dynamic scans were highly correlated with SUVR ( @DRUG$ = 0.58-0.88 , @DRUG$ < 0.005 ) and were significantly greater for AD patients than for HCs in cortical regions but not in subcortical	0
1	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, @DRUG$, anetumab ravtansine, glembatumumab vedotin) and 15 mAbs are for non-cancer indications (caplacizumab, lanadelumab, roledumab, tralokinumab, risankizumab, SA237, emapalumab, suptavumab, erenumab, @DRUG$, fremanezumab, fasinumab, tanezumab, lampalizumab, brolucizumab).	Of these , fivesome mAbs are for cancer ( durvalumab , JNJ - 56022473 , @DRUG$ , anetumab ravtansine , glembatumumab vedotin ) and fifteen mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , erenumab , @DRUG$ , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of , , 5 brolucizumab are for cancer ( durvalumab , JNJ - 56022473 , @DRUG$ , anetumab ravtansine , glembatumumab vedotin ) and 15 mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , these , suptavumab , erenumab , @DRUG$ , , , fasinumab emapalumab tanezumab fremanezumab lampalizumab , mAbs ) .	Of , 5 mAbs are for cancer ( durvalumab JNJ 56022473 , @DRUG$ , anetumab ravtansine , glembatumumab vedotin ) 15 for indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , erenumab , @DRUG$ , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, @DRUG$, anetumab ravtansine, glembatumumab vedotin) and 15 mAbs are for non-cancer indications (caplaciz	1
0	Intraperitoneal administration of 0.5 and 1.25 mg kg(-1) @DRUG$ 18 h prior to the study, significantly and dose-dependently attenuated leukocyte rolling, adherence, and transmigration in the rat mesenteric microvasculature superfused with 0.5 u ml(-1) @DRUG$.	Intraperitoneal administration of 0.5 and 1.25 atomic number  kg ( - single ) @DRUG$ xviii h prior to the study , significantly and dose-dependently attenuated leukocyte rolling , attachment , and transmigration in the rat mesenteric microvasculature superfused with 0.5 u ml ( - single ) @DRUG$ .	Intraperitoneal administration of 0.5 and 1.25 mg kg the - 1 ) @DRUG$ 18 h prior to the study and leukocyte , dose-dependently attenuated significantly rolling , adherence , and transmigration in ( rat mesenteric microvasculature superfused with 0.5 u ml ( - 1 ) @DRUG$ .	Intraperitoneal administration 0.5 and 1.25 mg kg ( - 1 ) @DRUG$ 18 h the study , significantly and dose-dependently attenuated leukocyte rolling , adherence , and transmigration in the rat mesenteric microvasculature superfused with 0.5 u ml ( - 1 ) @DRUG$ .	Intraperitoneal administration of @DRUG$ prior to the study significantly and dose-dependently attenuated leukocyte rolling, adherence, and transmigration in the rat mesenteric microvasculature superfused with @DRUG$.	0
0	This new anithypertensive should probably be classified, @DRUG$ regards efficacy, alongside clonidine and @DRUG$; it would also seem to be about as well tolerated as these two compounds.	This new anithypertensive should likely be classified , @DRUG$ regards efficacy , alongside clonidine and @DRUG$ ; it would also seem to be about as good tolerate as these two compounds .	as new This should probably be classified , @DRUG$ regards efficacy , alongside clonidine and @DRUG$ seem it would also ; to be about anithypertensive well tolerated as these two compounds .	This new anithypertensive should be classified @DRUG$ regards efficacy , alongside clonidine @DRUG$ ; it would also seem to about as tolerated as these two .	@DRUG$ is just as effective as clonidine and @DRUG$ is just as well tolerated as these two compounds.	0
0	Other anti-TNF biologic agents have emerged, including @DRUG$ 571, certolizumab pegol (CDP 870), @DRUG$, onercept and adalimumab.	Other anti-TNF biologic agents have egress , admit @DRUG$ 571 , certolizumab pegol ( CDP 870 ) , @DRUG$ , onercept and adalimumab .	CDP anti-TNF biologic have agents emerged , including @DRUG$ 571 , certolizumab pegol ( Other 870 ) , @DRUG$ , onercept and adalimumab .	Other biologic agents have emerged , including @DRUG$ 571 , certolizumab pegol CDP 870 ) , @DRUG$ , onercept and adalimumab .	Other anti-TNF biologic agents have emerged, including @DRUG$ 571, certolizumab pegol (CDP 870), @DRUG$, onercept and adalimumab.	0
0	Release of @DRUG$ from cells incubated with PIVA was unaffected by PEPT1 and OCTN2 inhibitors but was sharply decreased after @DRUG$ depletion or addition of bis(4-nitrophenyl)-phosphate (BNPP; an esterase inhibitor).	Release of @DRUG$ from cells incubated with PIVA was unaffected by PEPT1 and OCTN2 inhibitor but was aggressively decreased after @DRUG$ depletion or addition of bismuth ( 4 - nitrophenyl ) - orthophosphate ( BNPP ; an esterase inhibitor ) .	Release of @DRUG$ from inhibitors incubated with PIVA was unaffected by was and OCTN2 bis but PEPT1 sharply decreased after @DRUG$ depletion or addition ) cells ( 4 - nitrophenyl of - phosphate ( BNPP ; an esterase inhibitor ) .	Release of @DRUG$ from cells incubated with PIVA was unaffected by PEPT1 and OCTN2 inhibitors but was sharply decreased after @DRUG$ depletion or addition of bis ( 4 - nitrophenyl ) - ( BNPP an esterase inhibitor ) .	Release of @DRUG$ from cells incubated with PIVA was unaffected by PEPT1 and OCTN2 inhibitors but was sharply decreased after @DRUG$ depletion or addition of bis ( 4 - nitrophenyl ) - phosphate ( BNPP ; an esterase inhibitor ) .	0
0	From @DRUG$ 1 to 112 of the feeding period, implanting increased (@DRUG$ < 0.05) ADG and G:F, but REV-S and REV-X did not differ (P > 0.10).	From @DRUG$ one to 112 of the feeding time period , implanting increase ( @DRUG$ < 0.05 ) ADG and G:F , but REV -S and REV - X did not differ ( P > 0.10 ) .	From @DRUG$ , to 112 of the feeding period P implanting increased ( @DRUG$ < 0.05 ) ADG and G:F , but REV -S and REV - X not did differ ( 1 > 0.10 ) .	From @DRUG$ 1 to 112 the feeding period , implanting increased ( @DRUG$ < 0.05 ) ADG and G:F , but REV -S REV - X did not differ ( > 0.10 )	From @DRUG$ 1 to 112 of the feeding period, implanting increased (@DRUG$ < 0.05) ADG and G:F, but REV-S and REV-X did not differ (P > 0.10).	0
1	In concentration-clamp experiments, we investigated the effects of the uncompetitive N-methyl-D-aspartate (@DRUG$) receptor antagonists memantine, @DRUG$ and MRZ 2/579 on 5-HT receptors stabley expressed in HEK-293 cells and on native 5-HT(3) receptors in the N1E-115 cell line.	In engrossment - clamp experiments , we investigated the burden of the uncompetitive N-methyl - D-aspartate ( @DRUG$ ) receptor antagonists memantine , @DRUG$ and MRZ 2/579 on 5 - HT receptors stabley press out in HEK - 293 cells and on native 5 - HT ( trine ) receptors in the N1E -115 cell pipeline .	- concentration - clamp experiments , we on the effects of the uncompetitive N-methyl - D-aspartate expressed @DRUG$ ) receptor antagonists memantine , @DRUG$ and MRZ 2/579 on 5 cell HT receptors stabley ( in HEK - 293 cells and investigated native 5 - HT ( 3 ) receptors in the N1E -115 In line .	concentration clamp experiments , we investigated the the uncompetitive N-methyl - D-aspartate ( @DRUG$ ) receptor antagonists memantine , @DRUG$ and MRZ 2/579 on 5 - HT receptors stabley expressed in HEK - 293 and on native 5 - HT ( 3 ) receptors in the -115 cell line .	We investigated the effects of the uncompetitive N-methyl - D-aspartate ( @DRUG$ ) receptor antagonists memantine , @DRUG$ and MRZ 2/579 on 5 - HT receptors stabley expressed in HEK - 293 cells and on native 5 - HT ( 3 ) receptors	0
0	Dutasteride monotherapy maintained symptom relief following combination treatment with @DRUG$ and @DRUG$ in all patients but those with severe symptoms.	Dutasteride monotherapy maintained symptom relief following compounding treatment with @DRUG$ and @DRUG$ in all patients but those with severe symptom .	Dutasteride combination maintained symptom relief following those treatment with @DRUG$ and @DRUG$ in all patients but monotherapy with severe symptoms .	Dutasteride maintained relief following combination treatment with @DRUG$ and @DRUG$ in all patients but those with severe .	Dutasteride monotherapy maintained symptom relief following combination treatment with @DRUG$ and @DRUG$ in all patients but those with severe symptoms ."Dutasteride monotherapy is effective in maintaining symptom relief following combination treatment with DRUGA and DRUGB in all patients but those with	0
0	A population pharmacokinetic study was conducted in 74 hypertensive children (mean age 10.4 +/- 4.4 years [mean +/- SD]) receiving amlodipine (mean dose 0.17 +/- 0.13 @DRUG$/kg/@DRUG$) chronically.	A population pharmacokinetic study was conducted in 74 hypertensive tiddler ( mean age 10.4 +/- 4.4 years [ mean +/- SD ] ) receiving amlodipine ( mean dosage 0.17 +/- 0.13 @DRUG$ / kg/ @DRUG$ ) inveterate .	A years pharmacokinetic study was conducted in 74 age children ( mean hypertensive 10.4 +/- 4.4 population [ mean +/- SD ] ) receiving dose ( mean amlodipine 0.17 +/- 0.13 @DRUG$ / kg/ @DRUG$ ) chronically .	A population pharmacokinetic study was conducted in 74 children ( mean age +/- 4.4 years [ +/- SD ] receiving amlodipine ( mean 0.17 +/- 0.13 @DRUG$ / @DRUG$ ) chronically .	A population pharmacokinetic study was conducted in 74 hypertensive children ( mean age 10.4 +/- 4.4 years [ mean +/- SD ] ) receiving amlodipine ( mean dose 0.17 +/- 0.13 @DRUG$ / kg/ @DRUG$ ) chronically .	0
0	@DRUG$ did not have an effect on ChE activity, whereas dichlorvos and @DRUG$, at all dosage levels, had an inhibitory effect.	@DRUG$ did not have an consequence on ChE natural action , whereas dichlorvos and @DRUG$ , at all dosage levels , had an inhibitory consequence .	@DRUG$ did not have an effect on at activity levels whereas dichlorvos and @DRUG$ , ChE all dosage , , had an inhibitory effect .	@DRUG$ did have an effect on ChE activity , whereas dichlorvos and @DRUG$ , at all dosage levels , had an inhibitory effect	@DRUG$ did not have an effect on ChE activity , whereas dichlorvos and @DRUG$ had an inhibitory effect .	0
0	PURPOSE: To assess the intraocular pressure (IOP) changes, within the first 30 min after intravitreal injection of 0.1 ml (4 @DRUG$) triamcinolone, 0.09 ml (0.3 mg) @DRUG$, and 0.05 ml (1.25 mg) bevacizumab.	PURPOSE : To assess the intraocular pressure ( IOP ) changes , inside the initiatory  min after intravitreal injection of 0.1 ml ( quartet @DRUG$ ) triamcinolone , 0.09 ml ( 0.3 mg ) @DRUG$ , and 0.05 ml ( 1.25 mg ) bevacizumab .	0.3 : To 30 the intraocular pressure ( mg ) changes , within the first assess min after intravitreal injection ) 0.1 ml ( 4 @DRUG$ ) triamcinolone , 0.09 ml ( PURPOSE mg of @DRUG$ , and 0.05 ml ( 1.25 IOP ) bevacizumab .	PURPOSE : To assess the intraocular pressure ( IOP ) changes within the first 30 min after injection of 0.1 ml ( @DRUG$ ) triamcinolone , 0.09 ml 0.3 mg @DRUG$ , and 0.05 ml ( 1.25 mg ) bevacizumab .	The study found that the IOP increased significantly after intravitreal injection of @DRUG$, @DRUG$, and bevacizumab.	0
0	In animals, supplementation of the diet with @DRUG$ can reduce @DRUG$ and triglyceride levels.	hoosier state animals , supplementation of the diet with @DRUG$ can reduce @DRUG$ and triglyceride levels .	, animals In supplementation of the diet with @DRUG$ can reduce @DRUG$ and triglyceride levels .	In animals , supplementation of diet with @DRUG$ can reduce @DRUG$ and triglyceride levels .	If you give animals @DRUG$, it will reduce the levels of @DRUG$ and triglycerides in their blood.	0
1	The first-pass equation based on the dose, hepatic blood flow, and total area under the plasma level-time curve after oral administration was used retrospectively to predict the bioavailability of @DRUG$ after oral administration of 1 @DRUG$/kg-single oral doses to monozygotic and dizygotic twin pairs.	The first - exit equation based on the zen , hepatic blood flow , and total area under the plasma level - meter curve after oral administration was used retrospectively to predict the bioavailability of @DRUG$ after oral administration of one @DRUG$ / kg-single oral doses to monozygotic and dizygotic twin brace .	and first - pass equation based on the dose , hepatic of flow , and total area under the plasma level - time twin after after administration was used retrospectively to predict the bioavailability blood @DRUG$ oral monozygotic administration of 1 @DRUG$ / kg-single oral doses to oral The dizygotic curve pairs .	The first - pass equation based on the dose , hepatic blood flow , and area under the plasma level - time curve after administration used retrospectively to predict the bioavailability of @DRUG$ after oral administration of 1 @DRUG$ / kg-single oral doses to monozygotic and dizygotic twin .	The bioavailability of @DRUG$ after oral administration of 1 @DRUG$ / kg-single oral doses to monozygotic and dizygotic twin pairs can be predicted retrospectively by using the first - pass equation based on the dose , hepatic blood flow , and total area under the plasma	0
0	The compounds acting on GABAergic systems may be further subdivided into those which modulate transmission through chloride channels, e.g. the barbiturates and the benzodiazepines; those compounds, in particular @DRUG$, which reduce the degradation of @DRUG$ by blocking GABA transaminase; and those which inhibit the re-uptake of GABA into the presynaptic terminal.	The compounds performing on GABAergic systems may be further subdivided into those which regulate transmission through chloride channels , for example the barbiturate and the benzodiazepines ; those compounds , in particular @DRUG$ , which reduce the degradation of @DRUG$ by blocking GABA transaminase ; and those which inhibit the re-uptake of GABA into the presynaptic terminus .	The compounds acting on GABAergic systems may be further e.g. into which which modulate those through chloride channels , subdivided the barbiturates and the benzodiazepines ; those compounds , in particular @DRUG$ , which reduce the degradation those @DRUG$ by blocking re-uptake transaminase ; and of transmission inhibit the GABA of GABA into the presynaptic terminal .	The compounds acting on GABAergic systems may be further subdivided into those which modulate transmission through chloride channels , e.g. the barbiturates and the ; those compounds in particular @DRUG$ , which reduce the degradation of @DRUG$ by blocking GABA transaminase ; and those which inhibit the re-uptake of GABA into the presynaptic terminal .	@DRUG$ inhibits the re-uptake of GABA into the presynaptic terminal, while @DRUG$ reduces the degradation of DRUGA by blocking GABA transaminase.	0
0	The presence of free @DRUG$-serine, @DRUG$ and D-proline in human plasma.	The presence of free @DRUG$ - serine , @DRUG$ and D-proline in human plasm .	plasma presence of free @DRUG$ - serine , @DRUG$ and D-proline in human The .	The presence of free @DRUG$ - serine , @DRUG$ and D-proline in human plasma .	The presence of free @DRUG$ - serine and @DRUG$ in human plasma .	0
0	EVIDENCE REVIEW: @DRUG$ significantly improves glycemic control vs placebo, as demonstrated by decreasing glycated hemoglobin, fasting plasma glucose, and postprandial plasma glucose levels when used as monotherapy; in initial combination with metformin; and as add-on therapy with @DRUG$, sulfonylurea (SU), or thiazolidinedione (TZD).	demonstrate brush up : @DRUG$ importantly improves glycemic control vs placebo , as demonstrated by decreasing glycated hemoglobin , fasting plasma glucose , and postprandial plasma glucose levels when used as monotherapy ; in initial combination with glucophage ; and as add together - on therapy with @DRUG$ , sulfonylurea ( SU ) , or thiazolidinedione ( TZD ) .	as REVIEW EVIDENCE @DRUG$ significantly improves glycemic control vs placebo , : demonstrated by decreasing glycated hemoglobin , fasting plasma glucose , sulfonylurea postprandial plasma glucose levels when used as initial ; SU monotherapy combination with metformin ; and as add - on therapy with @DRUG$ , and ( in ) , or thiazolidinedione ( TZD ) .	EVIDENCE REVIEW : @DRUG$ improves glycemic control vs placebo , as demonstrated by decreasing hemoglobin , fasting plasma glucose , and postprandial glucose levels when used as monotherapy ; in initial combination with metformin ; and as add - on therapy with @DRUG$ , sulfonylurea ( SU ) , or thiazolidinedione ( TZD )	@DRUG$ is a significantly better treatment for glycemic control than placebo. When used as monotherapy, DRUGA decreases glycated hemoglobin, fasting plasma glucose, and postprandial plasma glucose levels. When used in combination with metformin, DRUGA decreases glycated hemoglobin	1
0	For 40% fT>MIC and >97.5% PTA, the breakpoints were 0.125 @DRUG$/L (500 mg twice daily), 0.25 mg/@DRUG$ (250 mg three times daily and 875 mg twice daily), 0.5 mg/L (500 mg three times daily) and 1 mg/L (750, 875 or 1000 mg three times daily and 500 mg four times daily).	For twoscore % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 @DRUG$ / L ( 500 mg double day after day ) , 0.25 mg / @DRUG$ ( 250 mg threesome prison term day after day and 875 mg double day after day ) , 0.5 mg / L ( 500 mg threesome prison term day after day ) and one mg / L ( 750 , 875 or m mg threesome prison term day after day and 500 mg four prison term day after day ) .	For 40 % fT>MIC and > 97.5 % PTA three the breakpoints were 0.125 @DRUG$ / L ( 500 mg twice ) daily , twice mg / @DRUG$ ( mg 250 1000 times daily and 875 mg , daily ) , 0.5 mg / L ( 500 mg , times daily ) mg 1 and / L ( 750 0.25 875 or three mg three times daily and 500 mg four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , the were 0.125 @DRUG$ / L ( 500 mg twice daily ) , 0.25 mg / @DRUG$ ( 250 mg three times daily 875 mg twice ) , 0.5 mg / L 500 mg three times daily ) and 1 mg / L ( , 875 1000 mg three times and 500 mg four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 @DRUG$ / L ( 500 mg twice daily ) , 0.25 mg / @DRUG$ ( 250 mg three times daily and 875 mg twice daily ) , 0.5	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, @DRUG$, phenylbutazone, suxibuzone, tiaprofenic acid, @DRUG$, and tolmetin in urine samples.	This method reserve the detection of therapeutic concentrations of acemetacin , tempra ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , lodine , fenbufen , fenoprofen calcium , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naprosyn , @DRUG$ , phenylbutazone , suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in water samples .	This , acetaminophen the detection of therapeutic concentrations of acemetacin , , ( paracetamol ) , acetylsalicylic acid , diclofenac method acid allowed etodolac , fenbufen , fenoprofen , flufenamic diflunisal , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , , acid , mefenamic acid , mofebutazone meclofenamic samples , @DRUG$ , phenylbutazone , suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in urine naproxen .	method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin kebuzone , ketoprofen , lonazolac meclofenamic , mefenamic acid , mofebutazone , naproxen , @DRUG$ , phenylbutazone suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	Whereas 30% of the free steroids in urine after oral administration of 5 mg of F is F itself and 70% the inactive keto-product @DRUG$ (E), the urinary excretion of an identical dose of oral 9 alpha-fluorocortisol (9 alpha FF) is 90% 9 alpha FF and 10% inactive 9 alpha-fluorocortisone (9 alpha @DRUG$).	Whereas 30 % of the resign steroids in urine after viva presidential term of 5 mg of F is F itself and 70 % the still keto-product @DRUG$ ( atomic number  ) , the urinary excrement of an identical dose of viva 9 alpha-fluorocortisol ( 9 alpha FF ) is 90 % 9 alpha FF and 10 % still 9 alpha-fluorocortisone ( 9 alpha @DRUG$ ) .	steroids 30 alpha free the of Whereas in urine after oral administration of 5 of of F is F itself FF % % the inactive keto-product @DRUG$ ( E ) , the urinary excretion mg an identical dose of oral 9 alpha-fluorocortisol ( 9 alpha FF ) is 90 % 9 alpha and and 10 % inactive 9 alpha-fluorocortisone ( 9 70 @DRUG$ ) .	Whereas 30 % of the free steroids in urine after oral administration of 5 mg of F F itself and % the inactive keto-product @DRUG$ ( E ) , the urinary excretion of an identical of 9 alpha-fluorocortisol ( 9 alpha ) 90 % 9 alpha FF and 10 % inactive 9 alpha-fluorocortisone ( 9 alpha @DRUG$	30% of the free steroids in urine after oral administration of 5 mg of F is F itself and 70% the inactive keto-product @DRUG$. The urinary excretion of an identical dose of oral 9 alpha-fluorocortisol is 90% 9 alpha FF and 10% inactive	1
1	Verapamil and @DRUG$ cause a significant increase in plasma @DRUG$ concentrations.	Verapamil and @DRUG$ cause a important increase in plasma @DRUG$ concentrations .	Verapamil in @DRUG$ cause a significant increase and plasma @DRUG$ concentrations .	Verapamil and @DRUG$ cause a significant increase in plasma @DRUG$ concentrations .	The more @DRUG$ there is in the bloodstream, the more @DRUG$ there will be.	0
1	There is insufficient evidence to determine the relative efficacy or safety of cyclobenzaprine, carisoprodol, @DRUG$, tizanidine, metaxalone, methocarbamol, and @DRUG$.	There is insufficient prove to learn the relative efficacy or safety of cyclobenzaprine , carisoprodol , @DRUG$ , tizanidine , metaxalone , methocarbamol , and @DRUG$ .	There is metaxalone evidence to determine the tizanidine efficacy or safety of cyclobenzaprine , carisoprodol , @DRUG$ , relative , insufficient , methocarbamol , and @DRUG$ .	insufficient evidence to determine the relative efficacy or safety of cyclobenzaprine , carisoprodol , @DRUG$ , tizanidine , metaxalone , methocarbamol , and @DRUG$	There is not enough evidence to say whether or not cyclobenzaprine, carisoprodol, @DRUG$, tizanidine, metaxalone, methocarbamol, and @DRUG$ are effective or safe.	0
0	The association of rs4149056 with myopathy was replicated in the trial of 40 @DRUG$ of @DRUG$ daily, which also showed an association between rs4149056 and the cholesterol-lowering effects of simvastatin.	The connexion of rs4149056 with myopathy was replicated in the trial of  @DRUG$ of @DRUG$ daily , which also showed an connexion between rs4149056 and the cholesterin - lowering effects of simvastatin .	The association of rs4149056 with myopathy of replicated trial the in was 40 @DRUG$ of @DRUG$ daily , which also showed an of between rs4149056 and the cholesterol - lowering effects association simvastatin .	The association of rs4149056 with myopathy was replicated in the trial of 40 @DRUG$ of @DRUG$ daily , which also showed an association between rs4149056 and the cholesterol - lowering effects of simvastatin .	The association of rs4149056 with myopathy was replicated in the trial of 40 people who took @DRUG$ every day, which also showed an association between rs4149056 and the cholesterol-lowering effects of simvastatin.	1
0	When these slices were placed in a two-compartment bath, the cortical tissue could be depolarized, relative to the corpus callosum, by superfusions of high K+, or by amino acids such as @DRUG$-glutamate, L-aspartate, quisqualate, kainate and N-methyl @DRUG$-aspartate (NMDA).	When these slices were placed in a deuce -compartment bath , the cortical tissue could be depolarise , relative to the principal sum callosum , by superfusions of senior high grand + , or by amino acids such as @DRUG$ - glutamate , L-aspartate , quisqualate , kainate and N-methyl @DRUG$ - aspartate ( NMDA ) .	When a slices were placed in , two -compartment bath , the cortical , could by depolarized , relative to the corpus callosum , be superfusions of high K + tissue or by amino acids and as @DRUG$ - glutamate , L-aspartate , quisqualate these kainate such N-methyl @DRUG$ - aspartate ( NMDA ) .	When these slices were placed in a two -compartment bath , the cortical could be depolarized , relative to the corpus callosum , by superfusions of high K + , or amino acids such as @DRUG$ - glutamate , L-aspartate , quisqualate , kainate and N-methyl @DRUG$ - aspartate ( NMDA ) .	When these slices were placed in a two -compartment bath , the cortical tissue could be depolarized , relative to the corpus callosum , by superfusions of high K + , or by amino acids such as glutamate , L-aspartate , quisqualate , kainate	1
0	Both tests are applicable to a very large variety of honeys from different floral and geographical origins (@DRUG$, lavender, scrub, heath, alder, forest, lemon, acacia, chestnut, raspberry, mountain and flowers) as well as @DRUG$ of different colours (from blank honey to brown honey, including yellow and orange honey).	Both screen are applicable to a very large variety of honeys from different floral and geographic origins ( @DRUG$ , lavender , scrub , heathland , alder , forest , lemon , acacia , chestnut tree , raspberry , mountain and flower ) as well as @DRUG$ of different colours ( from blank honey to brown honey , including scandalmongering and orange honey ) .	Both tests variety applicable to , very large alder of honeys from different floral and geographical origins ( @DRUG$ mountain lavender a scrub , heath , are , forest , lemon , acacia , chestnut , honey , , and flowers ) as well as @DRUG$ of different colours ( from blank honey to brown honey , including yellow and orange raspberry ) .	Both tests are applicable to a very large variety of honeys from different floral and geographical origins ( @DRUG$ , lavender , , heath , alder , forest , lemon , acacia , chestnut , raspberry mountain and flowers ) as well as @DRUG$ of colours ( from blank honey to brown honey , including yellow and orange honey ) .	Both tests are applicable to a very large variety of honeys from different floral and geographical origins, as well as different colors of honey.	1
0	Mean PRT was also not significantly different between the two ethnic groups (whites, 9.11 +/- 1.11 @DRUG$/d; Asians, 7.22 +/- 1.15 mg/d; @DRUG$ = 0.19 using d0T data).	Mean PRT was besides not significantly different between the  ethnic groups ( whites , 9.11 +/- 1.11 @DRUG$ /d ; asiatic , 7.22 +/- 1.15 mg/d ; @DRUG$ = 0.19 using d0T data ) .	Mean 1.15 was also not significantly different between the using ethnic groups ( whites two 9.11 +/- 1.11 @DRUG$ /d ; Asians , 7.22 +/- PRT mg/d ; @DRUG$ = 0.19 , d0T data ) .	Mean PRT was also not significantly different between the two ethnic groups ( whites 9.11 +/- 1.11 @DRUG$ /d ; Asians , 7.22 +/- 1.15 mg/d ; @DRUG$ = 0.19 using d0T data )	Whites had a significantly higher mean PRT than Asians (9.11 +/- 1.11 @DRUG$ /d vs. 7.22 +/- 1.15 mg/d; @DRUG$ = 0.19 using d0T data).	0
1	In single-dose studies @DRUG$ has also compared favourably with aspirin, paracetamol (@DRUG$) and a few other non-steroidal anti-inflammatory drugs.	In single- dose studies @DRUG$ has besides compared favourably with aspirin , paracetamol ( @DRUG$ ) and a few other non-steroidal anti inflammatory drugs .	In single- dose studies @DRUG$ , drugs compared favourably with aspirin has paracetamol ( @DRUG$ ) and a few other non-steroidal anti-inflammatory also .	In single- dose studies @DRUG$ has also compared favourably with aspirin , paracetamol ( @DRUG$ ) and a few non-steroidal anti-inflammatory drugs .	@DRUG$ is better than aspirin, paracetamol, and a few other non-steroidal anti-inflammatory drugs in single-dose studies.	1
0	It has a low affinity for neuronal receptors, such @DRUG$ alpha(1)- and alpha(2)-adrenergic, dopamine D(2), histamine H(1), muscarinic, opioid and serotonin receptors, as well as ion channel binding sites and other neurotransmitter transporters, such as @DRUG$ and GABA transporters.	It has a miserable chemical attraction for neuronal receptors , such @DRUG$ alpha ( 1 ) - and alpha ( 2 ) - adrenergic , dopamine five hundred ( 2 ) , histamine H ( 1 ) , muscarinic , opioid and  hydroxytryptamine receptors , as well as ion channel stick to sites and other neurotransmitter transporters , such as @DRUG$ and gaba transporters .	It has a low affinity for ) receptors , such @DRUG$ alpha dopamine 1 neuronal - and alpha ( 2 ) - adrenergic , ( D ( as ) , histamine H ( 1 ) , muscarinic , opioid and serotonin receptors , 2 well as binding channel ion sites and other neurotransmitter transporters , such as @DRUG$ GABA and transporters .	It has a low affinity for neuronal receptors , such @DRUG$ alpha ( 1 - and alpha ( 2 ) - adrenergic dopamine D ( 2 ) , histamine H ( 1 ) muscarinic , opioid and serotonin receptors , as well ion channel binding sites and other neurotransmitter transporters , such as @DRUG$ and GABA transporters	@DRUG$ has a low affinity for most neurotransmitter receptors and other transporter proteins, while @DRUG$ has a high affinity for these proteins.	0
0	There have been no reports of atrioventricular block or bronchospasm with either @DRUG$ or @DRUG$ in published trials.	There have been no reports of atrioventricular block or bronchospasm with either @DRUG$ or @DRUG$ in put out trials .	There have block no reports of atrioventricular been or bronchospasm with either @DRUG$ or @DRUG$ in published trials .	There have been no reports of atrioventricular or bronchospasm with either @DRUG$ or @DRUG$ in trials .	There have been no reports of atrioventricular block or bronchospasm with either @DRUG$ or @DRUG$ in published trials, indicating that the two drugs are safe to use together.	0
0	@DRUG$ an adjunct therapy to levodopa in patients with more advanced Parkinson's disease, ropinirole was reported to be as effective as @DRUG$ and significantly more effective than placebo.	@DRUG$ an appurtenant therapy to brocadopa in patient role with more advanced Parkinson 's disease , ropinirole was reported to be as effective as @DRUG$ and significantly more effective than placebo .	@DRUG$ an patients therapy to levodopa in with adjunct more advanced Parkinson 's disease , was ropinirole reported to be as effective as @DRUG$ and significantly more effective than placebo .	@DRUG$ an adjunct therapy to levodopa in patients with more advanced Parkinson 's disease , was reported to be as effective as @DRUG$ and significantly more effective than placebo .	@DRUG$ is more effective than placebo, and @DRUG$ is as effective as DRUGA.	0
0	@DRUG$ and its analog SN-38, the active metabolite of @DRUG$, inhibit binding of the transcriptional regulator and oncoprotein FUBP1 to its DNA target sequence FUSE.	@DRUG$ and its analog SN - 38 , the active metabolite of @DRUG$ , curb tie up of the transcriptional regulator and oncoprotein FUBP1 to its deoxyribonucleic acid target sequence FUSE .	@DRUG$ and its analog SN of 38 , of active metabolite the @DRUG$ , inhibit binding - regulator transcriptional the and oncoprotein FUBP1 to its DNA target sequence FUSE .	@DRUG$ and its analog SN 38 , the active metabolite of @DRUG$ , inhibit binding of the transcriptional regulator and oncoprotein FUBP1 to its DNA target sequence FUSE .	@DRUG$ and @DRUG$ both inhibit the binding of the transcriptional regulator and oncoprotein FUBP1 to its DNA target sequence FUSE .	0
0	The apparent absorption rate constant (ka) of [(14)C]bepotastine in the small intestine was greatly increased by @DRUG$ and verapamil, especially in the distal portion, and the site-specific absorption of [(14)C]@DRUG$ disappeared.	The unmistakable absorption rank constant ( ka ) of [ ( 14 ) C ] bepotastine in the belittled bowel was greatly increased by @DRUG$ and verapamil , especially in the distal portion , and the site-specific absorption of [ ( 14 ) C ] @DRUG$ disappeared .	The apparent absorption rate constant [ ka ) of [ greatly 14 ) C ] ( in the small intestine was in increased by @DRUG$ and verapamil , especially ( the distal portion , and the site-specific absorption of bepotastine ( 14 ) C ] @DRUG$ disappeared .	apparent absorption rate constant ( ka ) of [ 14 ) C ] bepotastine in the intestine greatly increased by @DRUG$ and verapamil , especially in the distal portion , and the site-specific absorption of 14 ) C ] @DRUG$ disappeared	The absorption rate of bepotastine was greatly increased by @DRUG$ and verapamil, especially in the distal portion, and the site-specific absorption of @DRUG$ disappeared.	0
0	Inhibitors of CYP3A4, such @DRUG$ @DRUG$, and of CYP2D6, such as paroxetine, increase methadone blood concentrations.	Inhibitors of CYP3A4 , such @DRUG$ @DRUG$ , and of CYP2D6 , such as paroxetine , increase fixer blood absorption .	Inhibitors of CYP3A4 , such @DRUG$ @DRUG$ , and of CYP2D6 blood such as increase , paroxetine methadone , concentrations .	Inhibitors of CYP3A4 , @DRUG$ @DRUG$ , and of CYP2D6 , such as paroxetine , increase methadone blood concentrations .	If you take a drug that inhibits CYP3A4 or CYP2D6, it will increase the blood concentrations of methadone.	1
0	In the substudy, @DRUG$ levels decreased from 37.5 +/- 57.1 to 20.5 +/- 41.9 @DRUG$/dL (P = .005).	inch the substudy , @DRUG$ levels decreased from 37.5 +/- 57.1 to 20.5 +/- 41.9 @DRUG$ / dL ( p = .005 ) .	In the substudy , @DRUG$ levels decreased from P +/- 57.1 to 20.5 +/- 41.9 @DRUG$ ( dL / 37.5 = .005 ) .	In substudy , @DRUG$ levels decreased from 37.5 +/- to 20.5 +/- 41.9 @DRUG$ / ( P = .005 ) .	@DRUG$ levels decreased from 37.5 +/- 57.1 to 20.5 +/- 41.9 @DRUG$ / dL ( P = .005 ) .	0
0	Fibrosis and pneumoconiosis have been documented in workers involved in the mining and processing of @DRUG$ Silicate, @DRUG$ Silicate, Zirconium Silicate, Fuller's Earth, Kaolin, Montmorillonite, Pyrophyllite, and Zeolite.	Fibrosis and pneumoconiosis have been documented in workers involved in the mining and processing of @DRUG$ Silicate , @DRUG$ Silicate , Zirconium Silicate , wide 's terra firma , Kaolin , Montmorillonite , Pyrophyllite , and zeolite .	Fibrosis and pneumoconiosis have been 's Zirconium workers involved in Fuller mining and processing of @DRUG$ Silicate , @DRUG$ Silicate , in Silicate , the documented Earth , Kaolin , Montmorillonite , Pyrophyllite , and Zeolite .	Fibrosis and pneumoconiosis have been documented in workers involved in the mining and of @DRUG$ Silicate , @DRUG$ Silicate , Zirconium Silicate Fuller 's Earth , Kaolin , Montmorillonite , Pyrophyllite , and Zeolite .	Fibrosis and pneumoconiosis have been documented in workers involved in the mining and processing of @DRUG$ Silicate , @DRUG$ Silicate , Zirconium Silicate , Fuller 's Earth , Kaolin , Montmorillonite , Pyrophyllite , and Zeolite	0
0	The calculated values (mean +/- SD) of Vm, Km, and Kmf (Km in terms of unbound SA) were 43.4 +/- 10.1 mg @DRUG$/hr, 14.3 +/- 3.4 mg SA/l plasma, and 0.75 +/- 0.15 mg unbound SA/@DRUG$ plasma.	The calculated appreciate ( mean +/- mount rushmore state ) of Vm , Km , and Kmf ( Km in price of unbind SA ) were 43.4 +/- 10.1 mg @DRUG$ / hr , 14.3 +/- 3.4 mg SA /  plasma , and 0.75 +/- 0.15 mg unbind SA / @DRUG$ plasma .	The calculated values ( mean +/- SD ) of Vm , Km , and +/- ( Kmf in terms of unbound +/- ) were 43.4 SA 10.1 mg @DRUG$ / l , 14.3 hr 3.4 mg SA / Km plasma , and 0.75 +/- 0.15 mg unbound SA / @DRUG$ plasma .	The calculated values mean +/- SD ) of Vm , Km , and Kmf ( in terms of unbound SA ) +/- 10.1 mg @DRUG$ / hr , 14.3 +/- 3.4 mg SA / l plasma , and 0.75 +/- mg unbound SA / @DRUG$ plasma .	The calculated values ( mean +/- SD ) of Vm , Km , and Kmf ( Km in terms of unbound SA ) were 43.4 +/- 10.1 mg @DRUG$ / hr , 14.3 +/- 3.4 mg SA / l plasma , and 0.	1
1	To investigate the effects of zopiclone on the central nervous system, we examined the effects of zopiclone on brain monoamines such as @DRUG$ (DA), noradrenaline (NA) and serotonin (5-HT) and their metabolites such as homovanillic acid (HVA) and 5-hydroxyindoleacetic acid (5-HIAA), as well as locomotor activity in comparison with those of nitrazepam and @DRUG$.	To look into the effects of zopiclone on the central spooky system , we examine the effects of zopiclone on mastermind monoamines such as @DRUG$ ( DA ) , norepinephrine ( NA ) and serotonin ( quintet - HT ) and their metabolites such as homovanillic acid ( HVA ) and quintet - hydroxyindoleacetic acid ( quintet - HIAA ) , as well as locomotive activity in comparison with those of nitrazepam and @DRUG$ .	hydroxyindoleacetic investigate the effects of zopiclone on the central as system , we examined the effects of zopiclone on , monoamines ) as @DRUG$ ( DA ) ( noradrenaline ( ( such and serotonin ( 5 - HT ) and their metabolites such as homovanillic acid NA HVA ) and 5 - To acid brain 5 - HIAA ) , nervous well as locomotor activity in comparison and those of nitrazepam with @DRUG$ .	To the effects of zopiclone on the nervous system , we examined the effects of zopiclone on monoamines such @DRUG$ ( DA , noradrenaline ( NA ) and serotonin ( 5 - HT ) and their metabolites such as homovanillic acid ( ) and 5 - hydroxyindoleacetic acid ( 5 - HIAA ) , as well as locomotor activity in comparison with those of nitrazepam and @DRUG$ .	Zopiclone affects brain monoamines such as DA, NA, and 5-HT, as well as locomotor activity, in comparison with nitrazepam and @DRUG$.	1
0	The resulting nitrogen radical cation, which might activate the chlorines of DF, then undergoes a GST-catalyzed nucleophilic aromatic substitution reaction in which the @DRUG$ atom of the DF moiety is replaced by @DRUG$.	The resulting nitrogen ultra cation , which might activate the chlorines of DF , then undergoes a GST - catalyzed nucleophilic redolent substitution response in which the @DRUG$ atom of the DF moiety is replaced by @DRUG$ .	The resulting nitrogen undergoes the , which might activate the chlorines of DF , then radical a GST - catalyzed reaction aromatic substitution nucleophilic in which the @DRUG$ atom of cation DF moiety is replaced by @DRUG$ .	The resulting nitrogen radical cation , which might activate the chlorines of DF , then undergoes a GST - catalyzed aromatic substitution the @DRUG$ atom of the DF moiety is replaced by @DRUG$ .	@DRUG$ is replaced by @DRUG$ in a nucleophilic aromatic substitution reaction.	0
0	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (P less than or equal to .05) than the infected unmedicated controls @DRUG$ well as sulfaquinoxaline, nicarbazine, @DRUG$, amprolium-ethopabate, clopidol, buquinolate, decoquinate and nequinate medicated groups.	Lasalocid medicated chicks were heavier , converted feast more efficiently , prove less pathologic lesions , and had gloomy mortality ( P less than or equal to .05 ) than the taint unmedicated controls @DRUG$ intimately as sulfaquinoxaline , nicarbazine , @DRUG$ , amprolium - ethopabate , clopidol , buquinolate , decoquinate and nequinate medicated groups .	Lasalocid medicated chicks were heavier , mortality feed more efficiently , showed less pathologic lesions , and had lower converted ( P less than or equal to .05 the than ) infected unmedicated controls @DRUG$ well as sulfaquinoxaline and nicarbazine , @DRUG$ , amprolium - ethopabate , clopidol , buquinolate , decoquinate , nequinate medicated groups .	Lasalocid medicated chicks were heavier , converted feed more efficiently showed less lesions , and had lower mortality ( P less than or equal to ) than infected unmedicated controls @DRUG$ well as sulfaquinoxaline , nicarbazine , @DRUG$ , amprolium - ethopabate , clopidol , buquinolate , decoquinate and nequinate medicated groups .	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (P less than or equal to .05) than the infected unmedicated controls @DRUG$ as well as sulfaquinoxaline, nicarbazine, @DRUG$	0
1	For patients with disease that is refractory to fluoropyrimidines, @DRUG$, irinotecan, and biologic agents targeting the vascular endothelial growth factor and epidermal growth factor receptor pathways, novel treatment options @DRUG$/tipiracil (TAS-102) and regorafenib can be effective disease stabilizers.	For patients with disease that is refractory to fluoropyrimidines , @DRUG$ , irinotecan , and biological agents targeting the vascular endothelial growth factor and epidermal growth factor sense organ pathways , fresh intervention options @DRUG$ / tipiracil ( TAS - 102 ) and regorafenib can be effective disease stabilizers .	For ) with disease that is refractory , fluoropyrimidines to @DRUG$ , irinotecan , TAS biologic and targeting the vascular endothelial growth factor and epidermal growth factor receptor pathways , novel treatment options @DRUG$ / tipiracil ( agents - 102 patients and regorafenib can be effective disease stabilizers .	For patients with disease that is refractory to fluoropyrimidines , @DRUG$ , irinotecan , and biologic agents targeting the vascular growth factor and epidermal growth factor receptor pathways , novel treatment options @DRUG$ / tipiracil ( TAS - 102 and regorafenib can be effective stabilizers .	For patients with disease that is refractory to fluoropyrimidines (drugs that include 5-fluorouracil and capecitabine), @DRUG$ (drugs that include irinotecan and biologic agents targeting the vascular endothelial growth factor and epider	1
0	Intravenous @DRUG$ (0, 15 and 30 @DRUG$) was administered on three different days after 5 days of double-blind cross-over treatment with either isradipine or matching placebo.	intravenous @DRUG$ ( 0 , 15 and 30 @DRUG$ ) was administered on three different clarence day after quintet clarence day of double - blind cross-over treatment with either isradipine or matching placebo .	Intravenous @DRUG$ ( 0 , 15 and 30 @DRUG$ with was administered on either different days after 5 days of double - blind cross-over three ) treatment isradipine or matching placebo .	Intravenous @DRUG$ ( 0 , 15 and 30 @DRUG$ ) was administered on three different days after 5 days of double blind cross-over with either isradipine or matching placebo .	Intravenous @DRUG$ ( 0 , 15 and 30 @DRUG$ ) was administered on three different days after 5 days of double - blind cross-over treatment with either isradipine or matching placebo ."DRUGA was administered intravenously (given through a vein) on	0
1	We investigated the effects of @DRUG$ on CDDP-induced changes of renal malondialdehyde (@DRUG$), a lipid peroxidation product, and blood urea nitrogen (BUN) and serum creatine (Cr).	We investigated the effects of @DRUG$ on CDDP - induced changes of renal malondialdehyde ( @DRUG$ ) , a lipid peroxidation mathematical product , and stock carbamide nitrogen ( BUN ) and serum creatine ( Cr ) .	We investigated the effects of @DRUG$ on CDDP urea ) changes of renal malondialdehyde ( @DRUG$ ) , a lipid peroxidation , product and blood - nitrogen ( BUN ) and serum creatine ( Cr induced .	We investigated the effects of @DRUG$ on CDDP - induced changes renal malondialdehyde ( @DRUG$ ) , a lipid peroxidation product , and blood urea nitrogen ( BUN ) and serum creatine ( ) .	We investigated how @DRUG$ affects CDDP - induced changes of renal malondialdehyde ( @DRUG$ ) , a lipid peroxidation product , and blood urea nitrogen ( BUN ) and serum creatine ( Cr ) .	0
0	Pharmacokinetics of @DRUG$ and @DRUG$ from two consecutive contraceptive patches.	Pharmacokinetics of @DRUG$ and @DRUG$ from  consecutive contraceptive patches .	Pharmacokinetics contraceptive @DRUG$ and @DRUG$ from two consecutive of patches .	Pharmacokinetics of @DRUG$ and @DRUG$ from consecutive contraceptive .	The pharmacokinetics of @DRUG$ and @DRUG$ from two consecutive contraceptive patches.	0
0	To address the unmet need of improved influenza therapy, we have created @DRUG$, an isopropylester prodrug of the ribonucleoside analog N 4-hydroxycytidine (@DRUG$, EIDD-1931) that has shown broad anti-influenza virus activity in cultured cells and mice.	To address the unmet need of improved influenza therapy , we have make @DRUG$ , an isopropylester prodrug of the ribonucleoside analog atomic number  four - hydroxycytidine ( @DRUG$ , EIDD - 1931 ) that has shown broad anti-influenza virus natural process in cultured cells and mice .	To address the unmet need of improved influenza cultured , we have created @DRUG$ , an isopropylester prodrug of the ribonucleoside analog 1931 in - hydroxycytidine ( @DRUG$ , EIDD - N ) that and shown broad anti-influenza virus activity 4 therapy cells has mice .	To address the unmet of improved therapy , we created @DRUG$ , an isopropylester prodrug of the ribonucleoside analog N - hydroxycytidine ( @DRUG$ , - 1931 ) that has shown broad anti-influenza virus activity in cultured cells and mice .	@DRUG$ is a prodrug of @DRUG$, which is a ribonucleoside analog that has shown broad anti-influenza virus activity in cultured cells and mice.	0
0	Inhibition of adenylyl cyclase was partly rescued by Galpha(i)2 or Galpha(i)3, but Galpha(o) alone completely reconstituted @DRUG$-mediated inhibition of BayK8644-induced L-type @DRUG$ channel activation.	prohibition of adenylyl cyclase was partially deliver by Galpha ( i ) 2 or Galpha ( i ) 3 , but Galpha ( type o ) alone completely reconstituted @DRUG$ - mediated inhibition of BayK8644 - induced L-type @DRUG$ channel activation .	Inhibition , adenylyl cyclase was partly rescued by Galpha alone i ) 2 or Galpha reconstituted i ) 3 of but Galpha ( ( ) o completely ( @DRUG$ - mediated inhibition of BayK8644 - induced L-type @DRUG$ channel activation .	Inhibition of adenylyl cyclase was partly rescued by Galpha ( i ) 2 or Galpha i ) 3 , but Galpha o ) alone completely reconstituted @DRUG$ - mediated inhibition of BayK8644 - induced L-type @DRUG$ channel activation .	@DRUG$ inhibits adenylyl cyclase, which in turn inhibits the activation of L-type @DRUG$ channels. However, the inhibition of adenylyl cyclase can be partially rescued by the presence of Galpha ( i ) 2 or Galpha ( i ) 3 , but	0
0	In each study, feeder pigs with clinical SRD were randomly assigned in equal numbers to a group treated with @DRUG$ given as a single injection at 2.5 @DRUG$/kg of body weight or to a saline-treated control group.	In each study , feeder pigs with clinical SRD were randomly assigned in equal numbers to a group treated with @DRUG$ given as a single injection at 2.5 @DRUG$ / kilo of eubstance weight down or to a saline solution -treated control group .	In each study numbers feeder pigs with clinical SRD were randomly assigned a to , equal a group treated with @DRUG$ given as a single injection at 2.5 @DRUG$ / kg of body weight group to in saline -treated control or .	In each study , feeder pigs clinical SRD were randomly assigned in equal numbers to a group treated with @DRUG$ given as a single injection at 2.5 @DRUG$ / kg of body weight or to a saline -treated control group	In each study, feeder pigs with clinical SRD were randomly assigned in equal numbers to a group treated with @DRUG$ given as a single injection at 2.5 @DRUG$ / kg of body weight or to a saline -treated control group.	0
0	Test samples at 0.01-1.0 mmol/@DRUG$ (carteolol hydrochloride, timolol maleate, @DRUG$ hydrochloride, levobunolol hydrochloride, or nipradilol) were added to the HCECs before, during, or after UVB irradiation.	screen samples at 0.01 - 1.0 mmol / @DRUG$ ( carteolol hydrochloride , timolol maleate , @DRUG$ hydrochloride , levobunolol hydrochloride , or nipradilol ) were add together to the HCECs before , during , or after UVB ray .	Test samples at before ( irradiation mmol / @DRUG$ - carteolol hydrochloride , timolol maleate , @DRUG$ hydrochloride , levobunolol hydrochloride , or nipradilol ) were added to the HCECs 0.01 , during , or after UVB 1.0 .	Test samples at - mmol / @DRUG$ ( carteolol hydrochloride timolol , @DRUG$ hydrochloride , levobunolol hydrochloride , or nipradilol ) were added to the HCECs , during or after UVB irradiation .	Test samples at 0.01 - 1.0 mmol / @DRUG$ ( carteolol hydrochloride , timolol maleate , @DRUG$ hydrochloride , levobunolol hydrochloride , or nipradilol ) were added to the HCECs	0
1	In both studies @DRUG$ gave high levels of response, with 51/96 (53%) participants experiencing at least 50% pain relief with dexibuprofen 200 mg and 35/50 (70%) with dexibuprofen 400 mg, compared with 75/147 (51%) with racemic @DRUG$ 400 mg, and 12/62 (13%) with placebo.	In both meditate @DRUG$ gave high up degree of response , with 51/96 ( 53 % ) participants experiencing at least fifty % infliction relief with dexibuprofen 200 mg and 35/50 ( 70 % ) with dexibuprofen 400 mg , compared with 75/147 ( 51 % ) with racemic @DRUG$ 400 mg , and 12/62 ( thirteen % ) with placebo .	In both studies @DRUG$ gave high levels of 35/50 , least 51/96 ( 53 % ) participants experiencing at mg 50 with pain relief with and 200 with dexibuprofen response ( 70 % ) % dexibuprofen 400 mg , compared with 75/147 ( 51 % ) with racemic @DRUG$ 400 mg , and 12/62 ( placebo % ) with 13 .	In both studies @DRUG$ gave high levels response , with 51/96 53 % ) participants experiencing at least 50 % pain relief with dexibuprofen 200 mg and 35/50 ( 70 % ) with dexibuprofen 400 mg , compared with 75/147 ( 51 % ) with racemic @DRUG$ 400 mg , and 12/62 ( 13 % ) with placebo .	@DRUG$ gave high levels of response, with 53% of participants experiencing at least 50% pain relief with dexibuprofen 200 mg and 70% with dexibuprofen 400 mg, compared with 51% with racemic @DRUG$ 400 mg, and 13% with placebo.	0
1	The effect of @DRUG$, 2.5 mg daily, on blood pressure, electrolyte balance and the renin-@DRUG$ system was studied in 11 patients with essential hypertension.	The effect of @DRUG$ , 2.5 mg daily , on blood press , electrolyte balance and the renin-@DRUG$ system was analyze in 11 patients with essential hypertension .	The effect of @DRUG$ , 2.5 the daily , on blood pressure , in balance and mg renin-@DRUG$ system was studied electrolyte 11 patients with essential hypertension .	The effect of @DRUG$ , 2.5 mg daily , on pressure , electrolyte balance and the renin-@DRUG$ system was studied in 11 patients with essential hypertension .	The effect of @DRUG$ on blood pressure, electrolyte balance and the renin-@DRUG$ system was studied in 11 patients with essential hypertension.	0
0	Transport mechanisms responsible for the absorption of loracarbef, @DRUG$, and @DRUG$ axetil into human intestinal Caco-2 cells.	Transport mechanics responsible for the absorption of loracarbef , @DRUG$ , and @DRUG$ axetil into man intestinal Caco - 2 cells .	Transport mechanisms responsible for the absorption of loracarbef , @DRUG$ , and @DRUG$ cells into human intestinal Caco - axetil 2 .	Transport mechanisms responsible the absorption loracarbef , @DRUG$ , and @DRUG$ into human intestinal Caco - 2 cells .	The absorption of loracarbef into human intestinal Caco-2 cells is mediated by transport mechanisms responsible for the absorption of @DRUG$ and @DRUG$ axetil.	0
0	In addition to its well-established function as a component of the mitochondrial respiratory chain, ubiquinone has in recent years acquired increasing attention with regard to its function in the reduced form (@DRUG$) @DRUG$ an antioxidant.	In addition to its well - established mathematical function as a component part of the mitochondrial respiratory chain , ubiquinone has in late years acquired increasing aid with regard to its mathematical function in the reduced form ( @DRUG$ ) @DRUG$ an antioxidant .	In addition to its well - chain function as a component of the mitochondrial respiratory established , increasing has in attention years acquired ubiquinone recent function regard to its with in the reduced form ( @DRUG$ ) @DRUG$ an antioxidant .	addition to its well - established function as a component of the mitochondrial respiratory chain , ubiquinone has in years acquired increasing attention with regard to its function in the reduced form @DRUG$ ) @DRUG$ an antioxidant .	Ubiquinone is a molecule that is found in the mitochondria and is responsible for the respiratory chain. It has also been shown to have antioxidant properties in the reduced form.	1
0	In contrast, @DRUG$, which corresponds to the terpene moiety of @DRUG$, only slightly inhibited CYP1A1 activity.	In contrast , @DRUG$ , which corresponds to the terpene moiety of @DRUG$ , only slimly inhibited CYP1A1 bodily function .	which contrast , @DRUG$ , In corresponds to the terpene moiety of @DRUG$ , only activity inhibited CYP1A1 slightly .	contrast , @DRUG$ , corresponds to the terpene moiety of @DRUG$ , only inhibited CYP1A1 activity .	@DRUG$, which is a terpene, only slightly inhibits CYP1A1 activity, while @DRUG$, which is also a terpene, significantly inhibits CYP1A1 activity.	0
0	For instance, included are descriptions of (1) inhibitors of HA cleavage, such as @DRUG$, camostat, gabexate, epsilon-aminocapronic acid and aprotinin, (2) inhibitors of fusion and entry, such @DRUG$ benzoquinones and hydroquinones, CL 385319, BMY-27709, stachyflin, and their analogues, (3) inhibitors of viral RNPs/polymerase/endonuclease, such as T-705, L-735,822, flutimide and their analogues, (4) inhibitors of MEK, such as PD 0325901, CI-1040 and ARRY-142886, and (5) inhibitors of NA such as DANA, FANA, zanamivir, and oseltamivir, etc.	For instance , included are descriptions of ( ace ) inhibitors of ha segmentation , such as @DRUG$ , camostat , gabexate , epsilon-aminocapronic zen and aprotinin , ( two ) inhibitors of fusion and launching , such @DRUG$ benzoquinones and hydroquinones , CL 385319 , BMY - 27709 , stachyflin , and their analogue , ( 3 ) inhibitors of viral RNPs / polymerase / endonuclease , such as T-705 , L-735,822 , flutimide and their analogue , ( quaternity ) inhibitors of mujahidin e khalq organization , such as atomic number  0325901 , curie - 1040 and ARRY - 142886 , and ( 5 ) inhibitors of NA such as DANA , FANA , zanamivir , and oseltamivir , etc .	For instance , as are descriptions of ( 1 ) aprotinin of acid cleavage , such as @DRUG$ , camostat , gabexate , epsilon-aminocapronic HA and inhibitors , ( BMY ) inhibitors of their and ) , such @DRUG$ benzoquinones and hydroquinones , CL 385319 , 2 - 27709 , such , and fusion analogues , ( 3 entry inhibitors of viral RNPs , polymerase / endonuclease , stachyflin included T-705 , L-735,822 and flutimide and their analogues , ( 4 ) inhibitors of MEK and such as PD 0325901 , CI - 1040 and ARRY - 142886 , , ( 5 ) inhibitors of NA such as DANA , FANA , zanamivir , , oseltamivir / etc .	For instance , included are descriptions of ( 1 ) inhibitors of HA cleavage , such as @DRUG$ , camostat , gabexate , epsilon-aminocapronic acid and , ( 2 ) inhibitors of fusion and entry , such @DRUG$ benzoquinones and hydroquinones , CL 385319 , BMY - 27709 , stachyflin , and their analogues , ( 3 inhibitors viral RNPs / polymerase / endonuclease , such as T-705 , , flutimide and , 4 ) inhibitors of MEK as PD 0325901 , CI and ARRY - 142886 , and ( 5 ) inhibitors of NA such as DANA , FANA , zanamivir and oseltamivir , etc .	@DRUG$ is an inhibitor of HA cleavage, while @DRUG$ is an inhibitor of fusion and entry.	0
0	This review highlights the design and development of fesoterodine (Toviaz) as a prodrug of 5-hydroxymethyl tolterodine (5-@DRUG$), which is also the active metabolite of @DRUG$, for the treatment of overactive bladder (OAB).	This look back highlights the design and exploitation of fesoterodine ( Toviaz ) as a prodrug of 5 - hydroxymethyl tolterodine ( 5 - @DRUG$ ) , which is also the fighting metabolite of @DRUG$ , for the treatment of overactive vesica ( OAB ) .	This review highlights ) design and development of fesoterodine ( Toviaz hydroxymethyl as a prodrug of 5 - for tolterodine ( 5 overactive @DRUG$ ) , which is also the active metabolite of @DRUG$ , the the treatment of - bladder ( OAB ) .	This review highlights the design and development of fesoterodine ( Toviaz ) as a prodrug of 5 - hydroxymethyl tolterodine ( 5 - @DRUG$ ) , which also the active metabolite of @DRUG$ for the treatment of overactive bladder OAB ) .	@DRUG$ is a prodrug of @DRUG$, which is also the active metabolite of DRUGB.	0
1	Although pizotifen, cyproheptadine and @DRUG$ are considered to be relatively specific for 5-HT2 receptors, these agents and @DRUG$ all share a high affinity for 5-HT1C binding sites; ketanserin, however, has little affinity for these sites, thus activation of 5-HT1C receptors may be an important step in the pathogenesis of migraine.	Although pizotifen , cyproheptadine and @DRUG$ are considered to be relatively particular for phoebe - HT2 receptors , these agents and @DRUG$ all share a high affinity for phoebe - HT1C binding sites ; ketanserin , notwithstanding , has little affinity for these sites , so activation of phoebe - HT1C receptors crataegus laevigata be an important step in the pathogenesis of megrim .	Although pizotifen , cyproheptadine and @DRUG$ are considered to be relatively specific for 5 - HT2 receptors , these agents and @DRUG$ the share a high affinity ketanserin 5 - HT1C binding sites ; all , however receptors , little affinity for these sites , thus activation of 5 - HT1C has may be an in step important for pathogenesis of migraine .	pizotifen , cyproheptadine and @DRUG$ are considered to be relatively specific for 5 - HT2 receptors these agents and @DRUG$ all share a high affinity for 5 - HT1C binding sites ; ketanserin , however , has little affinity for these , thus activation of 5 - HT1C receptors may be an important step the pathogenesis of migraine .	Although pizotifen, cyproheptadine, and @DRUG$ are considered to be relatively specific for 5-HT2 receptors, these agents and @DRUG$ all share a high affinity for 5-HT1C binding sites; ketanserin, however, has little	0
0	This agent acts synergistically with many penicillins, such @DRUG$ ampicillin, carbenicillin, and the like, and with cephalosporins, cefazolin, cefamandole, or @DRUG$ to inhibit gram-negative bacilli, probably on the basis of binding to different proteins needed for the production of the peptidoglycan of the bacterial cell wall.	This agentive role acts synergistically with many penicillins , such @DRUG$ ampicillin , carbenicillin , and the like , and with cephalosporins , cefazolin , cefamandole , or @DRUG$ to inhibit gram-negative bacillus , probably on the basis of stick to different proteins requisite for the production of the peptidoglycan of the bacterial cellular telephone wall .	This with acts synergistically agent many penicillins of such @DRUG$ ampicillin , carbenicillin , and the like binding and with cephalosporins , cefazolin , cefamandole bacterial or @DRUG$ to different gram-negative bacilli , probably on the basis of , to inhibit proteins needed for the production , the peptidoglycan of the , cell wall .	This agent acts synergistically with many penicillins , such @DRUG$ ampicillin , carbenicillin , and the like , and with cephalosporins , cefazolin , cefamandole , or @DRUG$ to inhibit gram-negative bacilli , probably on the basis of binding to proteins for production of the of the bacterial wall .	@DRUG$ and @DRUG$ work together to inhibit the growth of gram-negative bacteria. DRUGA binds to different proteins needed for the production of the peptidoglycan of the bacterial cell wall, while DRUGB binds to other proteins needed for the production of the peptidoglycan	0
0	While patients were receiving study medications (exposure period), in the @DRUG$ group, @DRUG$ compared with the fluconazole group, there were fewer breakthrough invasive fungal infections (2.4% vs. 7.6%, P=0.004), particularly invasive aspergillosis (1.0% vs. 5.9%, P=0.001).	While patient role were receiving subject field medicinal drug ( exposure full point ) , in the @DRUG$ group , @DRUG$ compared with the fluconazole group , there were fewer breakthrough encroaching fungal infections ( 2.4 % vs. 7.6 % , P=0.004 ) , particularly encroaching aspergillosis ( 1.0 % vs. 5.9 % , P=0.001 ) .	While % were receiving study medications ( exposure period vs. , in 7.6 @DRUG$ group , @DRUG$ compared with the fluconazole there , group were fewer % invasive fungal infections ( 2.4 % vs. the breakthrough , P=0.004 ) , particularly invasive aspergillosis ( 1.0 % ) 5.9 patients , P=0.001 ) .	While patients were receiving study medications exposure period ) , in the @DRUG$ group , @DRUG$ compared with the fluconazole group there were fewer breakthrough invasive infections ( 2.4 % vs. 7.6 % , ) , particularly invasive aspergillosis ( 1.0 % vs. 5.9 % , P=0.001 ) .	During the exposure period, patients who received study medications in the @DRUG$ group had fewer breakthrough invasive fungal infections, particularly invasive aspergillosis, than patients who received fluconazole.	1
0	Subjects were tasted overnight before receiving a single oral dose of a 100 @DRUG$ solution [14C] @DRUG$ HCl.	depicted object were tasted overnight before receiving a single viva voce dose of a 100 @DRUG$ solution [ 14C ] @DRUG$ HCl .	oral were tasted overnight before receiving a single Subjects dose of 100 a @DRUG$ solution [ 14C ] @DRUG$ HCl .	Subjects were tasted overnight before receiving a single oral dose of a 100 @DRUG$ solution [ 14C ] @DRUG$ HCl	Subjects were tasted overnight before receiving a single oral dose of a 100 @DRUG$ solution [ 14C ] @DRUG$ HCl ."Subjects were tasted overnight before receiving a single oral dose of a 100 DRUGA solution [14C] DRUGB HCl.	0
0	In addition to ceftiofur, the following antimicrobial agents or combinations were tested: @DRUG$, ampicillin, sulfamethazine, trimethoprim-sulfadiazine (1:19), erythromycin, lincomycin, spectinomycin, lincomycin-@DRUG$ (1:8), tilmicosin, and tetracycline.	atomic number  addition to ceftiofur , the following antimicrobial agentive role or combinations were tested : @DRUG$ , sk ampicillin , sulfamethazine , trimethoprim-sulfadiazine ( 1:19 ) , erythrocin , lincomycin , spectinomycin , lincomycin - @DRUG$ ( 1:8 ) , tilmicosin , and tetracycline .	In addition , ceftiofur , the following antimicrobial sulfamethazine or combinations , tested : @DRUG$ , ampicillin , agents , trimethoprim-sulfadiazine ( 1:19 ) were erythromycin , lincomycin to spectinomycin , lincomycin - @DRUG$ ( 1:8 ) , tilmicosin , and tetracycline .	In addition to ceftiofur , the following antimicrobial agents or combinations were tested : @DRUG$ , ampicillin , sulfamethazine , trimethoprim-sulfadiazine 1:19 ) , erythromycin , lincomycin , spectinomycin , lincomycin - @DRUG$ 1:8 ) , tilmicosin , and tetracycline .	For each antimicrobial agent or combination, the MIC90 was determined for both @DRUG$ and @DRUG$ .	0
0	Current anticoagulant therapy includes the use of indirect thrombin inhibitors (e.g., heparins, low-molecular-weight-heparins) and @DRUG$ antagonists such @DRUG$ warfarin.	flow anticoagulant therapy includes the employ of indirect thrombin inhibitors ( e.g. , heparins , low-molecular-weight- heparins ) and @DRUG$ antagonists such @DRUG$ warfarin .	Current anticoagulant therapy e.g. the use of indirect thrombin inhibitors , includes ( heparins , low-molecular-weight- heparins ) and @DRUG$ antagonists such @DRUG$ warfarin .	Current anticoagulant therapy the use of indirect thrombin inhibitors ( e.g. , , heparins ) and @DRUG$ antagonists such @DRUG$ warfarin .	@DRUG$ antagonists, such as warfarin, are used to treat patients with anticoagulant therapy that includes the use of indirect thrombin inhibitors, such as heparins and low-molecular-weight-heparins.	1
0	M40403 also reduced the appearance of nitrotyrosine and poly (ADP-@DRUG$) synthetase immunoreactivity in the colon @DRUG$ well as reduced the up-regulation of ICAM-1 and the expression of P-selectin.	M40403 also reduced the appearance of nitrotyrosine and poly ( automatic data processing - @DRUG$ ) synthetase immunoreactivity in the colon @DRUG$ wellspring as reduced the up-regulation of ICAM - 1 and the reflection of P-selectin .	M40403 also reduced the appearance of nitrotyrosine and poly ( ADP the @DRUG$ - synthetase immunoreactivity in the colon @DRUG$ well as reduced - up-regulation of ICAM ) 1 and P-selectin expression of the .	M40403 also reduced the appearance of nitrotyrosine and poly ( ADP - @DRUG$ ) synthetase immunoreactivity in the colon @DRUG$ as reduced the up-regulation of ICAM - 1 and of .	M40403 also reduced the appearance of nitrotyrosine and poly ( ADP - ribose ) synthetase immunoreactivity in the colon, as well as reduced the up-regulation of ICAM - 1 and the expression of P-selectin .	1
0	METHODS: We randomly assigned 565 adult outpatients who had nonpsychotic major depressive disorder without remission despite a mean of 11.9 weeks of citalopram therapy (mean final dose, 55 mg per day) to receive sustained-release bupropion (at a dose of up to 400 @DRUG$ per day) as augmentation and 286 to receive @DRUG$ (at a dose of up to 60 mg per day) as augmentation.	METHODS : We randomly assigned 565 grownup outpatients who had nonpsychotic major depressive upset without remission scorn a meanspirited of 11.9 weeks of citalopram therapy ( meanspirited final dose , lv mg per day ) to receive hold - resign bupropion ( at a dose of up to 400 @DRUG$ per day ) as augmentation and 286 to receive @DRUG$ ( at a dose of up to 60 mg per day ) as augmentation .	METHODS ( We randomly assigned 565 adult outpatients who receive nonpsychotic major disorder mg without remission despite a mean of 11.9 weeks of 55 therapy of mean final dose , citalopram mg per day ) to had sustained - release bupropion ( at a dose : up to 400 @DRUG$ per day ) as augmentation and up to receive @DRUG$ ( at a dose of 286 to 60 depressive per day ) as augmentation .	METHODS We randomly assigned 565 adult outpatients who nonpsychotic major depressive disorder without remission despite a mean of 11.9 weeks of citalopram therapy ( mean final dose , 55 per day ) to receive sustained - release bupropion at a dose up to 400 @DRUG$ per day ) as augmentation and 286 receive @DRUG$ ( at a dose of up to 60 per day as augmentation .	We randomly assigned 565 adult outpatients who had nonpsychotic major depressive disorder without remission despite a mean of 11.9 weeks of citalopram therapy ( mean final dose , 55 mg per day ) to receive sustained - release bupropion ( at a dose of up to 400 DR	1
0	BACKGROUND: @DRUG$ has been used @DRUG$ AEDs since 1965, and is most effective against partial seizures.	BACKGROUND : @DRUG$ has been used @DRUG$ AEDs since 1965 , and is most efficacious against partial seizures .	BACKGROUND most @DRUG$ has been used @DRUG$ AEDs since 1965 , and is : effective against partial seizures .	BACKGROUND : @DRUG$ has been used @DRUG$ AEDs since 1965 , is most effective against partial .	@DRUG$ has been used as an AED since 1965, and is most effective against partial seizures.	1
0	In @DRUG$-3 tumor-bearing mice, administration of a combination of LErafAON (i.v., 25 mg/kg/dose, x10/16) and cisplatin (i.v., 11.0 mg/kg/dose, x3), epirubicin (EPI) (i.v., 9.0 mg/kg/dose, x3) or mitoxantrone (MTO) (i.v., 2.5 mg/kg/dose, x3) led to enhanced tumor growth inhibition as compared with single agents (LErafAON+cisplatin versus @DRUG$, p<0.0002, n=8; LErafAON+EPI versus EPI, p<0.0001, n=6; LErafAON+MTO versus MTO, p<0.05, n=5).	indium @DRUG$ - tierce tumor-bearing mice , government activity of a combination of LErafAON ( i.v. , twenty five magnesium /kg / venereal disease , x10/16 ) and cisplatin ( i.v. , 11.0 mg/kg/ venereal disease , x3 ) , epirubicin ( EPI ) ( i.v. , 9.0 magnesium /kg / venereal disease , x3 ) or mitoxantrone ( MTO ) ( i.v. , 2.5 mg/kg / venereal disease , x3 ) led to enhanced tumour maturation prohibition as compared with one agents ( LErafAON + cisplatin versus @DRUG$ , p<0.0002 , n=8 ; LErafAON+EPI versus EPI , p<0.0001 , n=6 ; LErafAON + MTO versus MTO , p<0.05 , n=5 ) .	In @DRUG$ growth ) tumor-bearing mice , administration of EPI combination of LErafAON ( i.v. / 25 mg x10/16 , dose , /kg ) and cisplatin ( i.v. , 11.0 mg/kg/ dose , mitoxantrone ) , epirubicin ( MTO ) ( i.v. , 9.0 mg /kg / dose , x3 ) or x3 ( EPI ) ( i.v. , 2.5 mg/kg , dose / x3 3 led to enhanced tumor - inhibition as compared with single agents ( LErafAON + cisplatin versus @DRUG$ versus p<0.0002 , n=8 ; LErafAON+EPI versus a , p<0.0001 , n=6 ; LErafAON + MTO n=5 MTO , p<0.05 , , ) .	In @DRUG$ 3 tumor-bearing mice , administration of a combination of LErafAON ( i.v. 25 mg /kg / dose , x10/16 ) and cisplatin ( i.v. 11.0 mg/kg/ dose , x3 ) , epirubicin EPI ) ( i.v. , 9.0 mg /kg / dose , x3 ) or mitoxantrone ( MTO ) ( i.v. , 2.5 mg/kg / dose x3 ) led to enhanced tumor growth inhibition as compared with single agents ( LErafAON + cisplatin versus @DRUG$ , p<0.0002 , n=8 ; LErafAON+EPI versus , p<0.0001 , n=6 LErafAON + MTO versus MTO , p<0.05 , n=5 ) .	Drug A" (@DRUG$) is more effective at inhibiting tumor growth when used in combination with "Drug B" (@DRUG$) than when used alone.	0
1	CONCLUSIONS: Low-dose @DRUG$ produces extensive CYP3A inhibition exceeding that of @DRUG$ (typically 10- to 15-fold midazolam AUC enhancement), and is a suitable positive control index inhibitor for drug-drug interaction studies.	closing : Low-dose @DRUG$ produces extensive CYP3A inhibition exceeding that of @DRUG$ ( typically 10 - to  - fold midazolam AUC enhancement ) , and is a suitable positive control index finger inhibitor for drug-drug interaction studies .	CONCLUSIONS : Low-dose @DRUG$ produces extensive CYP3A inhibition exceeding that of @DRUG$ ( ) 10 - to 15 - fold midazolam AUC enhancement typically , and suitable a is for control index inhibitor positive drug-drug interaction studies .	: Low-dose @DRUG$ produces extensive inhibition exceeding that of @DRUG$ ( typically 10 - to - fold midazolam AUC enhancement ) , and is a suitable positive control index inhibitor for interaction studies .	Low-dose @DRUG$ produces extensive CYP3A inhibition exceeding that of @DRUG$ ( typically 10 - to 15 - fold midazolam AUC enhancement ) , and is a suitable positive control index inhibitor for drug-drug interaction studies .	0
0	This plant represents one of the richest source of phenolic compounds such @DRUG$ eugenol, eugenol @DRUG$ and gallic acid and posses great potential for pharmaceutical, cosmetic, food and agricultural applications.	This implant represents one of the richest source of phenoplast compounds such @DRUG$ eugenol , eugenol @DRUG$ and french acid and posses great potential for pharmaceutical , cosmetic , food and agricultural applications .	This plant represents one of the richest eugenol of phenolic compounds such @DRUG$ eugenol , source @DRUG$ and gallic acid and posses great potential for pharmaceutical , , applications food and agricultural cosmetic .	This represents one of the richest of phenolic compounds such @DRUG$ eugenol , eugenol @DRUG$ and gallic acid and posses great potential for , cosmetic , food and agricultural applications .	@DRUG$ is a plant that is rich in phenolic compounds such as eugenol, eugenol @DRUG$, and gallic acid. This plant has great potential for pharmaceutical, cosmetic, food, and agricultural applications.	0
0	Studies were undertaken to determine if @DRUG$, an antimicrobial agent structurally similar to chloramphenicol, could be used @DRUG$ an effective broad spectrum antibiotic for the treatment of bacterial infections in primates.	contemplate were undertaken to limit if @DRUG$ , an antimicrobial federal agent structurally similar to chloramphenicol , could be used @DRUG$ an effective broad spectrum antibiotic for the treatment of bacterial infections in primates .	Studies were undertaken could determine if @DRUG$ , , antimicrobial agent structurally similar to chloramphenicol an to be used @DRUG$ an effective broad in antibiotic for the treatment of bacterial infections spectrum primates .	Studies were to determine if @DRUG$ , an antimicrobial agent structurally similar to chloramphenicol , could be used @DRUG$ an effective broad spectrum antibiotic for the treatment of bacterial in primates .	Studies were undertaken to determine if @DRUG$ could be used as an effective broad spectrum antibiotic for the treatment of bacterial infections in primates.	1
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 mg/d, @DRUG$ 20 mg/d plus HCTZ 12.5 mg/@DRUG$, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	In comparative trials in the management of hypertension , the combining of trandolapril 1 or 2 mg /d and verapamil ER clxxx mg /d was statistically indistinguishable from or victor to the combinations of atenolol fifty or 100 mg /d positive hygroton 12.5 or xxv mg /d , captopril fifty mg / d positive HCTZ xxv mg/d , @DRUG$ 20 mg / d positive HCTZ 12.5 mg / @DRUG$ , and lopressor 100 mg / d positive HCTZ 12.5 mg/d .	50 / trials in the management ER hypertension , the combination of trandolapril 1 or 2 mg /d and 100 of 180 mg /d was 25 indistinguishable statistically or superior to the combinations of atenolol /d or verapamil mg 50 plus chlorthalidone 12.5 or from mg /d , captopril In mg / d plus HCTZ 25 mg/d , @DRUG$ 20 mg comparative d plus HCTZ 12.5 mg / @DRUG$ , and metoprolol 100 mg / d plus HCTZ 12.5 mg/d .	In comparative trials in the management of hypertension , combination of trandolapril or 2 mg /d verapamil ER mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 25 mg /d , captopril 50 mg / d plus 25 mg/d , @DRUG$ 20 mg / d plus HCTZ 12.5 mg / @DRUG$ metoprolol 100 mg / d plus HCTZ 12.5 .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
1	Finally, the third CCR5 antagonist @DRUG$ also showed long-term potent viral activity in phase II studies as long as it was boosted with low-dose @DRUG$, with no significant differences in grade 3 and grade 4 adverse effects compared to placebo.	Finally , the third gear CCR5 antagonist @DRUG$ also showed long- term potent viral activity in phase angle II studies as long as it was boosted with low-dose @DRUG$ , with no significant differences in grade leash and grade 4 untoward effects compared to placebo .	Finally , the activity CCR5 antagonist @DRUG$ long- showed as term potent viral third in phase II studies also long as it was boosted with low-dose @DRUG$ , with no significant differences adverse grade 3 and grade 4 in effects compared to placebo .	Finally , the third CCR5 antagonist @DRUG$ also showed long- term potent viral activity in phase II studies long as was boosted with low-dose @DRUG$ , with no significant differences in grade 3 and grade 4 adverse compared to .	@DRUG$ is more effective when it is boosted with low-dose @DRUG$.	0
0	@DRUG$ has been widely used @DRUG$ a pharmacologic agent to regulate abnormalities in plasma lipid and lipoprotein metabolism and in the treatment of atherosclerotic cardiovascular disease.	@DRUG$ has been widely used @DRUG$ a pharmacologic agent to regulate abnormalcy in plasma lipid and lipoprotein metabolic process and in the treatment of atherosclerotic cardiovascular disease .	@DRUG$ has been widely used @DRUG$ a pharmacologic agent metabolism regulate cardiovascular in plasma lipid and lipoprotein to and in the treatment of atherosclerotic abnormalities disease .	@DRUG$ has widely used @DRUG$ pharmacologic agent to regulate in plasma lipid lipoprotein metabolism and in the treatment of atherosclerotic cardiovascular disease .	@DRUG$ is a drug that is used to treat abnormalities in plasma lipid and lipoprotein metabolism, and @DRUG$ is the pharmacologic agent that is responsible for this regulation.	0
0	PROCEDURES: Cats were given saline (0.9% NaCl) solution followed by romifidine alone (100 microg/kg [45.4 microg/lb], i.m.), saline solution followed by a combination of romifidine (40 microg/kg [18.1 microg/lb], i.m.) and butorphanol (0.2 mg/kg [0.09 mg/lb], i.@DRUG$.), or atropine (0.04 mg/kg [0.02 mg/lb], s.c.) followed by romifidine (40 microg/kg, i.m.) and @DRUG$ (0.2 mg/kg, i.m.).	process : spue were feed saline solution ( 0.9 % NaCl ) resolution watch over by romifidine lonely ( 100 microg / kilo [ 45.4 microg / lb ] , i.m. ) , saline solution resolution watch over by a combining of romifidine ( forty microg / kilo [ 18.1 microg / lb ] , i.m. ) and butorphanol ( 0.2 mg / kilo [ 0.09 mg / lb ] , i.@DRUG$ . ) , or atropine ( 0.04 mg / kilo [ 0.02 mg / lb ] , s.c. ) watch over by romifidine ( forty microg / kilo , i.m. ) and @DRUG$ ( 0.2 mg / kilo , i.m. ) .	PROCEDURES ] Cats were given saline ( ) % NaCl ) solution followed by romifidine alone ( 100 microg / ( [ 45.4 microg / lb ] , i.m. mg , saline ) followed by a combination of romifidine ( 40 microg / kg [ 18.1 microg / lb ] , , ) [ mg ( 0.2 [ / kg and 0.09 mg / lb ] , i.@DRUG$ . solution , or atropine ( 0.04 butorphanol / kg ) 0.02 mg / lb : i.m. s.c. ) followed by romifidine kg 40 microg / kg , i.m. ) and @DRUG$ ( 0.2 mg / kg , i.m. 0.9 .	PROCEDURES : Cats given saline 0.9 % NaCl ) solution by romifidine alone ( microg / kg [ 45.4 microg / lb ] , i.m. ) , saline solution followed a of romifidine ( 40 microg / kg [ 18.1 microg / lb , i.m. ) and butorphanol ( 0.2 mg / kg [ 0.09 mg / lb ] , i.@DRUG$ . ) , or atropine ( 0.04 / kg [ 0.02 / lb ] , s.c. ) followed by romifidine ( 40 microg / kg , i.m. ) and @DRUG$ ( 0.2 mg kg , i.m. ) .	Cats were given saline ( 0.9 % NaCl ) solution followed by romifidine alone ( 100 microg / kg [ 45.4 microg / lb ] , i.m. ) , saline solution followed by a combination of romifidine ( 40 microg / kg [ 18	1
0	@DRUG$ /Ritonavir, Nucleoside analogues, Neuraminidase inhibitors, Remdesivir, peptide (EK1), abidol, RNA synthesis inhibitors (such as TDF, @DRUG$), anti-inflammatory drugs (such as hormones and other molecules), Chinese traditional medicine, such ShuFengJieDu Capsules and Lianhuaqingwen Capsule, could be the drug treatment options for 2019-nCoV.	@DRUG$ / Ritonavir , Nucleoside analogues , Neuraminidase inhibitors , Remdesivir , peptide ( EK1 ) , abidol , ribonucleic acid synthesis inhibitors ( such as TDF , @DRUG$ ) , anti inflammatory drugs ( such as endocrine and other molecules ) , formosan traditional medicine , such ShuFengJieDu space capsule and Lianhuaqingwen capsulate , could be the drug treatment options for 2019 - nCoV .	@DRUG$ / Ritonavir , Nucleoside analogues , Neuraminidase inhibitors drugs Remdesivir , peptide ( EK1 ) , abidol Lianhuaqingwen RNA synthesis inhibitors ( such as TDF , @DRUG$ ) as anti-inflammatory , ( such , medicine and other molecules ) , , traditional hormones Chinese such ShuFengJieDu Capsules and , drug , could be the Capsule treatment options for 2019 - nCoV .	@DRUG$ / Ritonavir , Nucleoside analogues , Neuraminidase inhibitors Remdesivir , peptide ( EK1 ) , abidol , RNA synthesis inhibitors ( such as TDF , @DRUG$ ) , anti-inflammatory drugs ( such as hormones and other molecules ) , traditional medicine , such Capsules and Lianhuaqingwen , could be the treatment options for - nCoV .	@DRUG$ and @DRUG$ are both drugs that could be used to treat 2019-nCoV.	0
0	The absorption of a dietary relevant 25-mg oral dose was at least 70%, with peak plasma levels of resveratrol and metabolites of 491 +/- 90 ng/ml (about 2 microM) and a plasma half-life of 9.2 +/- 0.6 h. However, only trace amounts of unchanged @DRUG$ (<5 @DRUG$/ml) could be detected in plasma.	The absorption of a dietary relevant  - mg oral dose was at least seventy % , with peak plasma levels of resveratrol and metabolite of 491 +/-  nanogram / millilitre ( about 2 microM ) and a plasma half - life of 9.2 +/- 0.6 h . However , only trace quantity of unchanged @DRUG$ ( < 5 @DRUG$ / millilitre ) could be detected in plasma .	The absorption mg a dietary relevant 25 - ( oral dose was 90 least 70 % , with peak plasma < of resveratrol and metabolites of 491 +/- at ng / ml ( about and microM ) 2 a plasma half - life of 9.2 +/- 0.6 h . However , only trace amounts of unchanged @DRUG$ plasma levels 5 detected / ml ) could be @DRUG$ in of .	The absorption of a dietary relevant 25 - mg oral dose was at least 70 % , with peak plasma levels of resveratrol and metabolites of 491 +/- 90 ng / ( about 2 microM ) and a plasma half - life 9.2 +/- 0.6 h . However , only trace amounts of unchanged @DRUG$ ( < 5 @DRUG$ / ml ) could be detected in plasma .	The absorption of a dietary relevant 25 - mg oral dose was at least 70 % , with peak plasma levels of resveratrol and metabolites of 491 +/- 90 ng / ml ( about 2 microM ) and a plasma half - life of 9.2 +/- 0.6 h . However ,	1
0	Final report on the safety assessment of aluminum silicate, @DRUG$ silicate, magnesium aluminum silicate, magnesium silicate, magnesium trisilicate, sodium magnesium silicate, zirconium silicate, attapulgite, @DRUG$, Fuller's earth, hectorite, kaolin, lithium magnesium silicate, lithium magnesium sodium silicate, montmorillonite, pyrophyllite, and zeolite.	Final reputation on the safety appraisal of aluminum silicate , @DRUG$ silicate , magnesium aluminum silicate , magnesium silicate , magnesium trisilicate , sodium magnesium silicate , zirconium silicate , attapulgite , @DRUG$ , richard buckminster fuller 's solid ground , hectorite , kaolin , atomic number  magnesium silicate , atomic number  magnesium sodium silicate , montmorillonite , pyrophyllite , and zeolite .	Final report on zeolite safety assessment of aluminum silicate , @DRUG$ silicate , , aluminum silicate , magnesium , , and trisilicate , sodium magnesium silicate montmorillonite zirconium silicate , attapulgite silicate @DRUG$ , Fuller 's earth , hectorite magnesium kaolin , lithium magnesium silicate , lithium magnesium sodium silicate , , , pyrophyllite , magnesium the .	Final report on the safety assessment aluminum silicate , @DRUG$ silicate , magnesium aluminum silicate , magnesium silicate , trisilicate , sodium magnesium silicate , zirconium silicate , attapulgite @DRUG$ , Fuller 's earth , hectorite , kaolin , lithium magnesium silicate , lithium magnesium sodium silicate , , , and zeolite .	@DRUG$ is a mineral that is used in cosmetics, pharmaceuticals, and other products. @DRUG$ is a mineral that is also used in cosmetics, pharmaceuticals, and other products.	0
0	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron @DRUG$ iron dextran per ml, or 200 mg iron as @DRUG$ per ml.	A total of 102 new sprung piglet from ten litters were treated intramuscularly with 200 mg iron @DRUG$ iron dextran per mil , or 200 mg iron as @DRUG$ per mil .	A total of 102 newborn from piglets ten litters were 200 intramuscularly with 200 as iron @DRUG$ iron dextran per ml , or treated mg iron mg @DRUG$ per ml .	A total of 102 newborn from ten litters were treated intramuscularly with 200 mg iron @DRUG$ iron dextran ml , or 200 mg iron as @DRUG$ per ml .	@DRUG$ is a type of @DRUG$.	0
0	Ferrous bisglycinate 25 mg iron is as effective @DRUG$ ferrous sulfate 50 mg @DRUG$ in the prophylaxis of iron deficiency and anemia during pregnancy in a randomized trial.	Ferrous bisglycinate 25 mg fe is as effective @DRUG$ ferrous sulfate 50 mg @DRUG$ in the prophylaxis of fe deficiency and anemia during pregnancy in a randomized tryout .	Ferrous bisglycinate 25 mg iron during in effective @DRUG$ ferrous sulfate 50 mg @DRUG$ in the prophylaxis of iron deficiency and anemia is pregnancy as a randomized trial .	Ferrous bisglycinate 25 mg iron is as effective @DRUG$ ferrous sulfate 50 mg @DRUG$ in the prophylaxis of iron deficiency and during pregnancy in a randomized	Ferrous bisglycinate 25 mg iron is as effective as ferrous sulfate 50 mg in the prophylaxis of iron deficiency and anemia during pregnancy in a randomized trial.	1
0	@DRUG$ (6 @DRUG$/kg of BW) was injected intravenously (IV) or subcutaneously (SC) to six 4-wk-old chickens in a parallel study design, and blood was collected at different time points postadministration.	@DRUG$ ( 6 @DRUG$ / kg of BW ) was shoot intravenously ( IV ) or subcutaneously ( SC ) to six 4 - wk - old poulet in a parallel study innovation , and blood was collected at different time channelize postadministration .	@DRUG$ ( 6 @DRUG$ / kg BW of ) was injected intravenously ( IV design wk subcutaneously ( SC ) to six 4 - or - old chickens in a parallel study ) , and different was collected at blood time points postadministration .	@DRUG$ ( @DRUG$ / kg of BW ) ( IV ) or subcutaneously ( ) to six 4 - wk - old chickens in a parallel study design , blood was collected at different time postadministration .	For every 6 kg of body weight, @DRUG$ was injected intravenously ( IV ) or subcutaneously ( SC ) to six 4 - wk - old chickens in a parallel study design , and blood was collected at different time points postadministration .	1
0	Twelve neutral free amino acids, i.e. serine, threonine, glutamine, @DRUG$, alanine, proline, methionine, tyrosine, valine, leucine, @DRUG$ and phenylalanine, were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	Twelve neutral free amino acids , i.e. serine , threonine , glutamine , @DRUG$ , alanine , proline , methionine , tyrosine , valine , leucine , @DRUG$ and phenylalanine , were appraise for the presence of D-enantiomers in plasma samples from patient with nephritic diseases and from pattern matter .	Twelve neutral free amino acids , , serine tyrosine threonine , , and @DRUG$ , alanine , proline for methionine glutamine , , valine , leucine , @DRUG$ i.e. phenylalanine , were surveyed , the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	Twelve neutral free amino acids , i.e. serine , threonine , glutamine , @DRUG$ , alanine , proline , methionine , tyrosine , valine , leucine @DRUG$ and phenylalanine , were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	Twelve neutral free amino acids were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects. @DRUG$ and @DRUG$ were two of the twelve amino acids surveyed.	0
0	Nevertheless, the administration of 80 micrograms medetomidine/kg--5 @DRUG$ @DRUG$/kg resulted as with xylazine/ketamine, in decreasing heart rate whereas acepromazine/ketamine and zolazepam/tiletamine combinations did not exhibit bradycardiac effect.	Nevertheless , the government of  micrograms medetomidine / kg-- 5 @DRUG$ @DRUG$ / kg resulted as with xylazine / ketamine , in decreasing heart rank whereas acepromazine / ketamine and zolazepam / tiletamine combinations did not exhibit bradycardiac essence .	effect , ketamine administration of 80 micrograms medetomidine / kg-- 5 @DRUG$ @DRUG$ / kg resulted as with decreasing / the , in xylazine heart rate whereas acepromazine / ketamine and exhibit / tiletamine combinations did not zolazepam bradycardiac Nevertheless .	Nevertheless , administration of medetomidine / kg-- 5 @DRUG$ @DRUG$ / kg resulted as with xylazine / ketamine , in decreasing heart rate whereas acepromazine / ketamine and zolazepam / tiletamine combinations did not exhibit bradycardiac effect .	Nevertheless , the administration of 80 micrograms medetomidine / kg-- 5 @DRUG$ @DRUG$ / kg resulted in decreasing heart rate whereas acepromazine / ketamine and zolazepam / tiletamine combinations did not exhibit bradycardiac effect .	0
1	Single RCT evidence indicates that @DRUG$ is significantly more effective than paroxetine taken on-demand, @DRUG$, lidocaine gel, or behavioural therapy on IELT in men with PE.	Single RCT evidence point that @DRUG$ is significantly more effective than paroxetine taken on -demand , @DRUG$ , lidocaine gel , or behavioral therapy on IELT in human being with PE .	indicates RCT with Single that @DRUG$ is significantly more effective therapy paroxetine taken on -demand , @DRUG$ , lidocaine gel , or behavioural than on IELT in men evidence PE .	Single RCT evidence indicates that @DRUG$ is significantly effective paroxetine taken on -demand , @DRUG$ lidocaine gel , or behavioural on IELT in men with PE .	@DRUG$ is more effective than @DRUG$ in treating men with PE.	0
0	Based on best available evidence, adverse event profile, and expert consensus, topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, Petasites (butterbur), @DRUG$, coenzyme Q10, and magnesium citrate received a strong recommendation for use from the CHS.	Based on best usable evidence , inauspicious event profile , and expert consensus , topiramate , propranolol , nadolol , metoprolol , amitriptyline hydrochloride , neurontin , @DRUG$ , Petasites ( butterbur ) , @DRUG$ , coenzyme Q10 , and magnesium citrate received a hard recommendation for use from the CHS .	Based on topiramate available expert , adverse event profile , and evidence consensus , best gabapentin propranolol , nadolol , metoprolol , amitriptyline , , , @DRUG$ , Petasites ( butterbur ) , @DRUG$ , coenzyme Q10 , and magnesium citrate received a strong recommendation for use from the CHS .	Based on best available evidence , event profile , expert consensus , topiramate , propranolol , nadolol , metoprolol , , gabapentin , @DRUG$ Petasites ( ) , @DRUG$ , coenzyme Q10 and magnesium citrate a strong recommendation for use from the CHS .	Based on the best available evidence, the adverse event profile, and expert consensus, topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, Petasites (butterbur), DRU	1
0	In contrast, up to 3 days after single application of a vaginal tablet containing 500 @DRUG$ clotrimazole together with @DRUG$, fungicidal amounts of clotrimazole were measured in vaginal fluid, i.e., the single dose serves as a depot in the vagina for at least 3 days.	inwards contrast , up to 3 days after single application of a vaginal tab containing 500 @DRUG$ clotrimazole together with @DRUG$ , fungicidal amounts of clotrimazole were careful in vaginal mobile , i.e. , the single dose serves as a depot in the vagina for at to the lowest degree 3 days .	In contrast the amounts to 3 days vagina single application of a vaginal tablet containing 500 @DRUG$ clotrimazole together with @DRUG$ , fungicidal in of clotrimazole were measured vaginal up fluid , i.e. , , single dose serves as a depot in the after for at least 3 days .	In contrast , up to 3 days after application of a vaginal tablet containing @DRUG$ clotrimazole together with @DRUG$ , fungicidal amounts of clotrimazole were measured in vaginal , i.e. , the single dose serves as a depot in the vagina for least 3 days .	Up to 3 days after a single application of a vaginal tablet containing 500 @DRUG$ clotrimazole together with @DRUG$, fungicidal amounts of clotrimazole were measured in vaginal fluid.	0
0	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to study the interactions of drugs, organic anions, and bile acids with three MRP2 substrates: @DRUG$-17-beta-d-glucuronide (E217betaG), methotrexate, and glutathione-S-@DRUG$.	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to cogitation the fundamental interaction of drugs , constitutive anions , and bile battery acid with three MRP2 substrates : @DRUG$ - 17 - beta-d-glucuronide ( E217betaG ) , methotrexate , and glutathione - S- @DRUG$ .	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to bile , interactions substrates drugs the organic anions , and S- acids with three MRP2 of : @DRUG$ - 17 - beta-d-glucuronide ( E217betaG ) , methotrexate , and glutathione - study @DRUG$ .	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to study the interactions of drugs , organic anions , and bile acids with three MRP2 substrates : @DRUG$ - 17 beta-d-glucuronide ( E217betaG ) , methotrexate , and glutathione - S- @DRUG$ .	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to study the interactions of drugs with three MRP2 substrates : @DRUG$ - 17 - beta-d-glucuronide ( E217betaG ) , methotrex	1
0	Mild-to-severe (Child Pugh's grade B to C) liver cirrhosis does not change the kinetics of diacerein, whereas mild-to-severe renal insufficiency (@DRUG$ clearance < 2.4 @DRUG$/h) is followed by accumulation of rhein which justifies a 50% reduction of the standard daily dosage.	Mild-to-severe ( Child Pugh 's grade B to c ) liver cirrhosis does not change the dynamics of diacerein , whereas mild - to- hard renal deficiency ( @DRUG$ clearance < 2.4 @DRUG$ / h ) is followed by accumulation of rhein which justifies a 50 % reduction of the standard day by day dosage .	Mild-to-severe ( Child Pugh 's grade B to C ) liver cirrhosis does not accumulation the kinetics of < , whereas mild - to- dosage renal insufficiency ( @DRUG$ clearance diacerein 2.4 @DRUG$ / h ) is change by followed of the which justifies a 50 % reduction of rhein standard daily severe .	Mild-to-severe Child Pugh 's grade B to C liver cirrhosis does not change the kinetics of diacerein , whereas mild - to- severe renal insufficiency ( @DRUG$ clearance < @DRUG$ h ) is by accumulation of rhein which justifies a 50 % reduction of the standard daily dosage .	Mild-to-severe liver cirrhosis does not change the kinetics of diacerein, whereas mild-to-severe renal insufficiency is followed by accumulation of rhein which justifies a 50% reduction of the standard daily dosage.	1
0	@DRUG$ is well tolerated, @DRUG$ has been shown in several clinical trials.	@DRUG$ is well tolerated , @DRUG$ has been shown in several clinical trial .	@DRUG$ is well tolerated , @DRUG$ in been shown has several clinical trials .	@DRUG$ is well tolerated @DRUG$ has been shown in several clinical .	@DRUG$ is tolerated well by patients, while @DRUG$ has been shown to be effective in several clinical trials.	0
1	@DRUG$ was approved in January 2010 to improve walking for patients with MS. Dalfampridine blocks @DRUG$ channels on demyelinated neurons and allows normal electrical conduction, thus improving locomotor difficulty.	@DRUG$ was approved in jan 2010 to improve walking for patient with MS . Dalfampridine blocks @DRUG$ channels on demyelinated neurons and allows normal electric conduction , thus improving locomotor difficulty .	@DRUG$ blocks approved in January 2010 to improve difficulty for patients with MS . Dalfampridine was @DRUG$ channels on allows neurons and demyelinated normal electrical conduction , thus improving locomotor walking .	was approved in January improve walking patients with MS . Dalfampridine blocks @DRUG$ channels on demyelinated neurons and normal electrical conduction , thus improving locomotor difficulty .	@DRUG$ was approved in January 2010 to improve walking for patients with MS. @DRUG$ is a drug that blocks channels on demyelinated neurons and allows normal electrical conduction, thus improving locomotor difficulty.	0
0	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine periods, plasma aldosterone was significantly lower in the @DRUG$ period than in the amlodipine period (123 + or - 118 versus 146 + or - 150 @DRUG$/mL, P = 0.027).	Although the plasm renin activity and plasm angiotensin  were not significantly unlike between the efonidipine and amlodipine periods , plasm aldosterone was significantly lower in the @DRUG$ period than in the amlodipine period ( 123 + or - 118 versus 146 + or - cl @DRUG$ / mL , p = 0.027 ) .	Although / plasma renin activity and plasma angiotensin II were not significantly different efonidipine the between and amlodipine periods , plasma aldosterone was significantly lower in the @DRUG$ period than in the amlodipine period ( 123 + or - 118 versus or + 146 - 150 @DRUG$ the mL = P 0.027 , ) .	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine , plasma aldosterone was significantly lower in the @DRUG$ period than in the amlodipine period ( 123 + or 118 versus 146 + or - 150 @DRUG$ / mL , P = 0.027 ) .	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine periods, plasma aldosterone was significantly lower in the @DRUG$ period than in the amlodipine period (123 +/- 118 versus	1
0	In healthy subjects 85 to 95% of a therapeutic dose is excreted in the urine within 24 hours with about 4, 55, 30, 4 and 4% appearing @DRUG$ unchanged paracetamol and its glucuronide, sulphate, @DRUG$ and cysteine conjugates, respectively.	In healthy subjects 85 to ninety five % of a therapeutic dose is excreted in the urine within 24 hours with about 4 , 55 , 30 , 4 and 4 % coming into court @DRUG$ unchanged paracetamol and its glucuronide , sulfate , @DRUG$ and cysteine conjugate solution , respectively .	In healthy subjects , to 95 , % a therapeutic with is excreted in the urine within 24 hours dose about 4 , 55 , 30 , 4 and 4 % appearing @DRUG$ unchanged paracetamol and its glucuronide 85 sulphate , @DRUG$ and cysteine conjugates of respectively .	In healthy subjects 85 to 95 % of a therapeutic dose is excreted in the urine within hours with about 4 , 55 , 30 , 4 and 4 % appearing @DRUG$ unchanged paracetamol and its glucuronide , sulphate , @DRUG$ and cysteine conjugates , .	85 to 95% of a therapeutic dose of a drug is excreted in the urine within 24 hours, with about 4%, 55%, 30%, 4%, and 4% of the dose appearing as unchanged drug, drug conjugates, and metabolites, respectively.	1
0	Eighteen healthy subjects received either a single dose of neramexane (40 mg p.o.), @DRUG$ (100 @DRUG$) or placebo in a double-blind, randomized, cross-over study.	Eighteen healthy subjects received either a undivided dose of neramexane ( 40 mg petty officer ) , @DRUG$ ( 100 @DRUG$ ) or placebo in a double - blind , randomised , cross-over study .	Eighteen healthy subjects received either cross-over single dose of neramexane ( 40 mg - ) , @DRUG$ ( 100 @DRUG$ ) or placebo in a double , blind , randomized p.o. a study .	Eighteen healthy subjects a single dose of neramexane ( 40 mg p.o. ) , @DRUG$ ( 100 @DRUG$ ) or in a double - blind , randomized , cross-over study	Eighteen healthy subjects received either a single dose of neramexane ( 40 mg p.o. ) , @DRUG$ ( 100 @DRUG$ ) or placebo in a double - blind , randomized , cross-over study ."Subjects who received a dose of neramexane	0
0	Randomised trial data are available for antihypertensive agents (calcium channel blockers, @DRUG$-converting enzyme inhibitors), pravastatin, simvastatin, conjugated oestrogen, @DRUG$, rofecoxib, CX516 (AMPA agonist) and cholinesterase inhibitors regarding efficacy for Alzheimer's disease prevention.	Randomised trial data are available for antihypertensive drug agents ( calcium channelise blockers , @DRUG$ - converting enzyme inhibitor ) , pravastatin , simvastatin , conjugated oestrogen , @DRUG$ , rofecoxib , CX516 ( AMPA protagonist ) and cholinesterase inhibitor regarding efficacy for Alzheimer 's disease prevention .	antihypertensive , data are available for Randomised agents ( calcium channel blockers , @DRUG$ - converting enzyme inhibitors ) , pravastatin , simvastatin , conjugated oestrogen , @DRUG$ , AMPA trial CX516 ( for agonist ) and cholinesterase inhibitors regarding efficacy rofecoxib Alzheimer 's disease prevention .	Randomised trial data are available for antihypertensive agents ( calcium blockers , @DRUG$ - converting enzyme inhibitors ) , pravastatin simvastatin , conjugated oestrogen , @DRUG$ , rofecoxib , CX516 ( agonist and cholinesterase inhibitors regarding efficacy for Alzheimer 's disease prevention .	We have data from randomized trials that show that antihypertensive agents (calcium channel blockers, converting enzyme inhibitors) and pravastatin, simvastatin, conjugated oestrogen, rofecoxib, and CX516 (AMPA agonist) are effective	1
1	OBJECTIVE: To test the hypothesis that: the time required for bowel care with @DRUG$ suppositories can be reduced by substituting a @DRUG$ base (PGB) for the traditional hydrogenated vegetable oil base (HVB) in the suppository.	OBJECTIVE : To test the theory that : the time required for gut care with @DRUG$ suppositories can be reduced by substituting a @DRUG$ base ( PGB ) for the traditional hydrogenated veggie vegetable oil base ( HVB ) in the suppository .	OBJECTIVE : To test the hypothesis that : the time required the bowel care with @DRUG$ suppositories can the reduced by substituting a @DRUG$ base ( ) for PGB be traditional hydrogenated vegetable oil base ( HVB ) in for suppository .	OBJECTIVE test the hypothesis that : the time required for bowel care with @DRUG$ suppositories can be reduced by substituting a @DRUG$ base ( PGB ) for the traditional hydrogenated vegetable oil base ( ) in the suppository .	The hypothesis being tested is that the time required for bowel care with @DRUG$ suppositories can be reduced by substituting a @DRUG$ base for the traditional hydrogenated vegetable oil base.	0
0	@DRUG$ is a structural analogue of endogenous @DRUG$ and undergoes phosphorylation to produce fingolimod phosphate, the active moiety.	@DRUG$ is a structural analogue of endogenous @DRUG$ and undergoes phosphorylation to bring about fingolimod phosphate , the active mediety .	@DRUG$ endogenous a structural analogue of is @DRUG$ and undergoes phosphorylation to produce fingolimod moiety , the active phosphate .	@DRUG$ is a structural analogue of endogenous @DRUG$ and undergoes phosphorylation to produce fingolimod phosphate , the active moiety .	@DRUG$ is very similar to @DRUG$, and when DRUGA is phosphorylated (changed), it produces fingolimod phosphate, the active moiety.	0
0	In the short-term treatment of patients with gastro-oesophageal reflux disease (GORD), @DRUG$ 15, 30 or 60 mg/day was significantly more effective than placebo, ranitidine 300 mg/day or cisapride 40 mg/day and similar in efficacy to pantoprazole 40 @DRUG$/day in terms of healing of oesophagitis.	In the short- term treatment of patients with gastro-oesophageal ebb disease ( GORD ) , @DRUG$ 15 , 30 or threescore milligram / day was significantly more effective than placebo , ranitidine ccc milligram / day or cisapride 40 milligram / day and similar in efficacy to pantoprazole 40 @DRUG$ / day in footing of healing of oesophagitis .	, the short- terms treatment of patients with gastro-oesophageal reflux disease GORD ( day , @DRUG$ 15 In 30 or 60 mg / ) was significantly more effective than placebo , 300 ranitidine mg / day or cisapride 40 mg / day and similar in efficacy to pantoprazole 40 @DRUG$ / day in term of healing of oesophagitis .	In the short- term treatment of patients with gastro-oesophageal reflux disease ( , @DRUG$ 15 , 30 or / was significantly more effective than placebo ranitidine 300 mg / day or cisapride 40 mg / day and similar in efficacy to pantoprazole 40 @DRUG$ / day in terms of of oesophagitis .	@DRUG$ is more effective than placebo, ranitidine, cisapride, and pantoprazole in the short-term treatment of patients with GORD.	1
1	This review examines the potential contribution of different receptors to metabolic side effects associated with atypical antipsychotic treatment for all seven agents currently marketed in the United States (risperidone, olanzapine, quetiapine, ziprasidone, @DRUG$, paliperidone and clozapine) and another agent (@DRUG$) in clinical development at the time of this publication.	This recap examines the likely share of different receptors to metabolic side effects associated with untypical antipsychotic treatment for all seven agents currently marketed in the United States ( risperidone , olanzapine , quetiapine , ziprasidone , @DRUG$ , paliperidone and clozaril ) and another agent ( @DRUG$ ) in clinical development at the time of this publication .	This review examines the potential contribution of ( receptors to metabolic side effects associated and atypical antipsychotic in for all seven agents currently marketed in the United States ( risperidone , quetiapine , olanzapine , ziprasidone , @DRUG$ , paliperidone with clozapine ) and another agent different @DRUG$ ) treatment clinical development at the time of this publication .	This review examines the potential contribution of different receptors to metabolic effects associated with atypical antipsychotic treatment for seven agents marketed in the United States ( risperidone , olanzapine quetiapine ziprasidone , @DRUG$ , and clozapine and agent ( @DRUG$ ) in clinical development at the time of this .	The potential contribution of different receptors to metabolic side effects associated with atypical antipsychotic treatment for all seven agents currently marketed in the United States ( risperidone , olanzapine , quetiapine , ziprasidone , @DRUG$ , paliperidone	1
0	@DRUG$ (Xeloda) was developed @DRUG$ a pro-drug of fluorouracil (FU), with the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to the active drug.	@DRUG$ ( Xeloda ) was developed @DRUG$ a pro-drug of fluorouracil ( FU ) , with the aim of improving tolerability and intratumor do drugs concentration through its tumorspecific conversion to the active voice do drugs .	@DRUG$ ( Xeloda ) was developed @DRUG$ a pro-drug of conversion ( fluorouracil ) , with the active of improving tolerability and intratumor drug concentrations through its tumorspecific FU to the aim drug .	@DRUG$ ( Xeloda ) was developed @DRUG$ a pro-drug fluorouracil ( FU ) with the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to the active drug .	@DRUG$ is a pro-drug of fluorouracil, with the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to the active drug.	1
0	The steady-state study yielded the characteristic constants mu (max) over 0.10 h(-1), @DRUG$ (XS) 0.536 g g(-1), and @DRUG$(S) 0.54 mg g(-1) h(-1).	The unfaltering -state study yielded the device characteristic constants mu ( max ) over 0.10 h( - 1 ) , @DRUG$ ( XS ) 0.536 g g ( - 1 ) , and @DRUG$ ( s ) 0.54 mg g ( - 1 ) heat content ( - 1 ) .	1 steady -state study yielded the characteristic 1 mu ( max - over 0.10 h( ) 1 ) , @DRUG$ mg XS ) 0.536 g g ( - constants ) , and @DRUG$ ( S ) 0.54 ( g ( - The ) h ( - 1 ) .	The steady -state study yielded the characteristic constants mu ( max ) over 0.10 h( - 1 ) , @DRUG$ ( XS ) 0.536 g g ( - 1 , and @DRUG$ ( S ) 0.54 mg g - 1 ) h ( - 1 ) .	For every 1 gram of @DRUG$ present, there will be 0.536 grams of @DRUG$ present, and for every 1 milligram of DRUGB present, there will be 0.54 milligrams of DRUGA present.	0
0	Factors associated with a significantly increased incidence of adverse events were isosulfan blue injection in the vulvar area (p = 0.000038), and the chronic preoperative use of angiotensin-converting enzyme inhibitors or @DRUG$ receptor-blocking agents (@DRUG$ = 0.043).	Factors colligate with a significantly increase incidence of adverse events were isosulfan down injection in the vulvar area ( p = 0.000038 ) , and the chronic preoperative use of angiotensin-converting enzyme inhibitor or @DRUG$ receptor-blocking agents ( @DRUG$ = 0.043 ) .	Factors a with associated significantly preoperative incidence of adverse increased were isosulfan blue injection in the vulvar area ( p = 0.000038 ) , and the chronic use events of angiotensin-converting enzyme inhibitors or @DRUG$ receptor-blocking agents ( @DRUG$ = 0.043 ) .	Factors associated with a significantly increased incidence of adverse events were isosulfan blue injection in the vulvar area ( p = 0.000038 ) the chronic preoperative use angiotensin-converting inhibitors or @DRUG$ receptor-blocking agents ( @DRUG$ = 0.043 ) .	The chronic preoperative use of angiotensin-converting enzyme inhibitors or @DRUG$ receptor-blocking agents was significantly associated with an increased incidence of adverse events.	1
0	There was no dietary cholesterol-dependent change of mRNA abundance in either strain fed on olive or coconut oil, except for a decreased abundance of HMG CoA reductase mRNA in the @DRUG$ oil-fed ExHC rats and @DRUG$ oil-fed Sprague-Dawley (SD) rats (p<0.05).	There was no dietary cholesterol - dependent change of mRNA abundance in either sift feed in on olive or coco embrocate , except for a fall abundance of HMG CoA reductase mRNA in the @DRUG$ oil- feed in ExHC rats and @DRUG$ oil- feed in Sprague - Dawley ( SD ) rats ( p< 0.05 ) .	There was no reductase cholesterol - dependent change of mRNA abundance in fed strain fed on olive HMG coconut oil , except for a decreased SD of or CoA dietary mRNA in the @DRUG$ oil- either ExHC rats and @DRUG$ oil- fed Sprague - Dawley ( abundance ) ) ( p< 0.05 rats .	There was no dietary cholesterol - dependent change mRNA abundance in either strain fed on olive or oil except a decreased abundance of HMG CoA reductase mRNA in the @DRUG$ oil- fed ExHC rats and @DRUG$ oil- fed Sprague - Dawley ( SD ) rats ( p< 0.05 ) .	There was no dietary cholesterol - dependent change of mRNA abundance in either strain fed on olive or coconut oil , except for a decreased abundance of HMG CoA reductase mRNA in the @DRUG$ oil- fed ExHC rats and @DRUG$ oil- fed Sprague - Dawley ( SD	0
0	We investigated the effects of melatonin on CDDP-induced changes of renal malondialdehyde (MDA), a lipid peroxidation product, and blood urea @DRUG$ (BUN) and serum @DRUG$ (Cr).	We investigate the effects of melatonin on CDDP - induced changes of renal malondialdehyde ( MDA ) , a lipid peroxidation cartesian product , and blood urea @DRUG$ ( bun ) and serum @DRUG$ ( Cr ) .	urea investigated the effects of melatonin on malondialdehyde - induced changes of renal CDDP ( MDA ) , a lipid peroxidation , product and blood We @DRUG$ ( BUN ) and serum @DRUG$ ( Cr ) .	We investigated the effects of melatonin on CDDP - induced changes of renal malondialdehyde ( MDA ) , a lipid peroxidation product , and blood urea @DRUG$ ( ) and serum @DRUG$ ( ) .	We investigated how melatonin affects the levels of a lipid peroxidation product called malondialdehyde, as well as blood urea and serum levels, in rats that had been given CDDP.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, @DRUG$ monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (@DRUG$, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	ampere revaluation of commercially available oral and injectable solution formulations unwrap that the solubilizing excipients include weewee - soluble constitutional solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethyl alcohol , propene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH lx , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate xx , polysorbate 80 , Solutol HS 15 , @DRUG$ monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of rowlock 300 , 400 , or 1750 ) , weewee - indissoluble lipids ( @DRUG$ , corn anoint , cottonseed anoint , olive anoint , groundnut anoint , mentha piperita anoint , false saffron anoint , sesame anoint , soja anoint , hydrogenate vegetable rock oil , hydrogenate soja anoint , and medium- chemical chain triglycerides of coconut anoint and palm seed anoint ) , constitutional liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chemical chain mono- and diglycerides ) , assorted cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenate soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable , formulations reveals , the , excipients include oil - soluble organic solvents ( polyethylene , 300 ethanol polyethylene glycol 400 , , , propylene N-methyl , glycerin distearoylphosphatidylglycerol glycol - dimethylacetamide - , beta-cyclodextrin 2 , and dimethylsulfoxide ) , non-ionic L-alpha-dimyristoylphosphatidylcholine , Cremophor 1000 RH Cremophor RH 40 ( Cremophor , 60 , d-alpha-tocopherol polyethylene glycol EL succinate glycol polysorbate 20 , polysorbate 80 , Solutol HS 15 pyrrolidone @DRUG$ monooleate of poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol acid Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( @DRUG$ that corn oil , , oil solubilizing olive oil , peanut oil , peppermint oil d-alpha-tocopherol oil oil , sesame safflower , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides , coconut water and palm seed oil ) , organic liquids / semi-solids ( beeswax cottonseed , , oleic , , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - , ) , and phospholipids ( hydrogenated soy phosphatidylcholine , solution , surfactants , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations that the solubilizing excipients include water - soluble organic solvents ( polyethylene 300 , polyethylene glycol 400 , , propylene glycol , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , @DRUG$ monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( @DRUG$ , corn oil , cottonseed oil , olive oil , oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , , oleic acid , medium- chain mono- diglycerides ) , cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( soy phosphatidylcholine , , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
1	A role of NE in the analgesic efficacy of @DRUG$ was directly demonstrated in the SNL model, where the analgesic effect of tapentadol was strongly reduced by the alpha2-adrenoceptor antagonist yohimbine but only moderately attenuated by the MOR antagonist @DRUG$, whereas the opposite was seen for morphine.	type a role of NE in the pain pill efficacy of @DRUG$ was directly demonstrated in the SNL model , where the pain pill effect of tapentadol was powerfully reduced by the alpha2 - adrenoceptor antagonist yohimbine but only moderately attenuated by the MOR antagonist @DRUG$ , whereas the paired was seen for morphia .	by role of NE in the analgesic efficacy of @DRUG$ was directly demonstrated in the SNL model , where the analgesic effect of tapentadol was for reduced only the morphine - adrenoceptor antagonist yohimbine but A moderately attenuated by the MOR antagonist @DRUG$ , whereas the opposite was seen strongly alpha2 .	A role of NE in the analgesic efficacy of @DRUG$ was directly demonstrated in the SNL model , where the analgesic effect of tapentadol was strongly reduced by alpha2 - adrenoceptor antagonist yohimbine but only moderately attenuated by the MOR antagonist @DRUG$ whereas opposite was seen for morphine .	The analgesic effect of tapentadol was strongly reduced by the alpha2 - adrenoceptor antagonist yohimbine but only moderately attenuated by the MOR antagonist @DRUG$ , whereas the opposite was seen for morphine .	1
0	Trials in patients requiring insulin to control their diabetes demonstrated that @DRUG$ significantly reduced postprandial blood glucose concentrations, resulting in a smoother diurnal blood @DRUG$-time curve and improved symptoms associated with nocturnal hypoglycaemia.	Trials in patients requiring insulin to control their diabetes demonstrated that @DRUG$ significantly reduced postprandial blood glucose concentrations , resulting in a suave diurnal blood @DRUG$ - time curve and improve symptoms associated with nocturnal hypoglycemia .	Trials in patients requiring insulin to control their diabetes demonstrated that @DRUG$ improved reduced postprandial blood glucose concentrations , resulting in a significantly diurnal associated @DRUG$ - time curve and smoother symptoms blood with nocturnal hypoglycaemia .	Trials in patients requiring insulin control their diabetes demonstrated that @DRUG$ significantly reduced postprandial blood glucose concentrations resulting in a smoother diurnal blood @DRUG$ - time curve and improved symptoms with nocturnal hypoglycaemia .	@DRUG$ significantly reduces postprandial blood glucose concentrations, resulting in a smoother diurnal blood @DRUG$ - time curve and improved symptoms associated with nocturnal hypoglycaemia.	0
1	@DRUG$ was not inferior to @DRUG$ as an add-on to metformin in terms of their efficacy and safety.	@DRUG$ was not inferior to @DRUG$ as an add -on to metformin in terms of their efficaciousness and base hit .	@DRUG$ was not inferior to @DRUG$ as to add -on in metformin an terms of their efficacy and safety .	@DRUG$ was not inferior to @DRUG$ as an add -on to metformin in terms of efficacy and .	@DRUG$ is just as effective and safe as @DRUG$ when used together with metformin.	0
0	Selective blockade of N-type @DRUG$ channels by @DRUG$.	selective blockade of N-type @DRUG$ channels by @DRUG$ .	Selective by of N-type @DRUG$ channels blockade @DRUG$ .	Selective blockade of N-type @DRUG$ channels by @DRUG$ .	@DRUG$ selectively blocks the N-type channels of @DRUG$ .	0
1	In randomised, well-controlled trials, @DRUG$ 2-6 mg orally once daily had antihypertensive efficacy similar to that of other long-acting dihydropyridine calcium antagonists, thiazide diuretics, @DRUG$ (a beta-blocker) and enalapril (an ACE inhibitor).	In randomised , well - controlled trials , @DRUG$ 2 - half dozen mg by word of mouth once daily had antihypertensive efficacy similar to that of other long acting dihydropyridine calcium antagonists , thiazide diuretics , @DRUG$ ( a beta-blocker ) and vasotec ( an ACE inhibitor ) .	In randomised - well - controlled trials , @DRUG$ 2 , 6 mg orally once other had antihypertensive efficacy similar to that of an long-acting dihydropyridine calcium antagonists , thiazide diuretics , @DRUG$ ( a beta-blocker ) and ACE ( daily enalapril inhibitor ) .	In , well - controlled trials , @DRUG$ 2 - 6 mg orally once daily had antihypertensive efficacy similar to that of other long-acting dihydropyridine calcium antagonists , thiazide diuretics , @DRUG$ ( a beta-blocker ) and enalapril ( an ACE inhibitor )	@DRUG$ is just as effective as other medications (such as beta blockers and ACE inhibitors) in reducing blood pressure.	1
0	A small dose of kava extract (20 mg/kg body weight i.@DRUG$.) caused changes in rat behaviour and concentrations of @DRUG$ in the nucleus accumbens.	amp diminished dose of kavakava extract ( 20 mg / kg body weight i.@DRUG$ . ) caused changes in rat behaviour and concentrations of @DRUG$ in the nucleus accumbens .	A small weight of rat extract ( 20 mg / kg body dose ) . i.@DRUG$ caused changes in kava behaviour and concentrations of @DRUG$ in the nucleus accumbens .	small of kava extract ( 20 mg / body weight i.@DRUG$ . ) caused rat behaviour and concentrations of @DRUG$ in the nucleus .	A small dose of kava extract ( 20 mg / kg body weight ) caused changes in rat behaviour and concentrations of @DRUG$ in the nucleus accumbens .	1
0	These data suggest that isolate PHL-NP122, when added as a DFM to turkey diets, may increase BW gain @DRUG$ well as nitarsone during the brooding phase of commercial @DRUG$ production.	These data suggest that isolate PHL -NP122 , when added as a DFM to turkey diets , may addition BW gain @DRUG$ well as nitarsone during the loom phase of commercial grade @DRUG$ production .	These data suggest that PHL isolate of , when added as a nitarsone to turkey diets , may increase BW gain @DRUG$ well as DFM during the brooding phase -NP122 commercial @DRUG$ production .	These data suggest that isolate PHL -NP122 , when added as a DFM to turkey diets may increase BW gain @DRUG$ well as nitarsone the brooding phase of commercial @DRUG$ production	Adding isolate PHL -NP122 to turkey diets may increase BW gain as well as nitarsone during the brooding phase of commercial production.	1
0	METHODS: In this study, we investigated the pharmacokinetics of the acylureidopenicillin @DRUG$ and the beta-lactamase inhibitor @DRUG$ during CVVHD and deduced dosage recommendations from the kinetic parameters with the goal of maintaining trough levels of above 10 mg.l-1 for mezlocillin and 5 mg.l-1 for sulbactam.	METHODS : In this study , we investigated the pharmacokinetics of the acylureidopenicillin @DRUG$ and the penicillinase inhibitor @DRUG$ during CVVHD and deduce dosage recommendations from the kinetic parameters with the goal of sustain trough levels of above 10 mg.l - i for mezlocillin and  mg.l - i for sulbactam .	METHODS : for this study , we investigated dosage pharmacokinetics of the acylureidopenicillin @DRUG$ and the above inhibitor @DRUG$ CVVHD during and deduced the recommendations - the kinetic parameters with the goal of maintaining trough levels of beta-lactamase 10 mg.l - 1 for mezlocillin and 5 mg.l from 1 In sulbactam .	METHODS : In this study , we investigated the pharmacokinetics of the acylureidopenicillin @DRUG$ and the beta-lactamase inhibitor @DRUG$ during CVVHD and deduced dosage recommendations from the kinetic parameters with goal of maintaining trough levels of 10 mg.l 1 for mezlocillin and 5 mg.l - 1 sulbactam .	We studied how the levels of @DRUG$ and @DRUG$ changed in the blood when CVVHD was used, and then used that information to recommend dosages that would maintain high levels of those drugs in the blood.	0
0	The cannabis plant (Cannabis sativa L.) and products thereof (such as @DRUG$, hashish and hash oil) have a long history of use both @DRUG$ a medicinal agent and intoxicant.	The cannabis plant ( cannabis sativa L. ) and products thereof ( such as @DRUG$ , haschisch and hash oil ) have a long history of use both @DRUG$ a medicative agent and intoxicant .	The cannabis plant ( Cannabis sativa such ) and products thereof ( ) as @DRUG$ , long and hash oil L. have a hashish history of use both @DRUG$ a medicinal agent and intoxicant .	The cannabis plant ( Cannabis sativa L. ) and products thereof ( such as @DRUG$ , hashish and hash oil ) have a long history use both @DRUG$ a medicinal agent and intoxicant .	The cannabis plant ( Cannabis sativa L. ) and products thereof ( such as @DRUG$ and hashish ) have a long history of use both as a medicinal agent and intoxicant .	1
0	The 15 most frequently positive allergens were nickel sulfate (19.0%), Myroxilon pereirae (@DRUG$, 11.9%), fragrance mix I (11.5%), quaternium-15 (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), @DRUG$ dichromate (4.8%), carba mix (3.9%), thiuram mix (3.9%), diazolidinylurea (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The 15 most often confident allergen were atomic number  sulfate ( 19.0 % ) , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , bouquet mingle ace ( 11.5 % ) , quaternium - 15 ( 10.3 % ) , fradicin ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , atomic number  chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , @DRUG$ dichromate ( 4.8 % ) , carba mingle ( 3.9 % ) , thiuram mingle ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and two - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens ) , sulfate ( 19.0 % ) neomycin Myroxilon pereirae , @DRUG$ , 11.9 3.4 ) , fragrance mix I ( 11.5 % - , quaternium - 15 ) 10.3 % ) , , ( 10.0 % ( , bacitracin ( 9.2 5.0 ) , formaldehyde ( 9.0 % ) , cobalt 8.4 ( chloride % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( % % ) , @DRUG$ dichromate ( 4.8 % ) ( carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) nickel and 2 % bromo-2-nitropropane -1,3-diol ( % ) were .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , fragrance mix I ( 11.5 % , quaternium - 15 ( 10.3 % ) neomycin ( 10.0 ) bacitracin ( 9.2 % ) , formaldehyde ( 9.0 % ) , cobalt chloride ( 8.4 % ) methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , @DRUG$ dichromate 4.8 % ) , carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and 2 - bromo-2-nitropropane ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) , neomy	1
0	Cefuroxime axetil was at least @DRUG$ effective as phenoxymethylpenicillin (@DRUG$) in the treatment of patients with group A beta-haemolytic streptococcal tonsillopharyngitis.	Cefuroxime axetil was at least @DRUG$ effective as phenoxymethylpenicillin ( @DRUG$ ) in the treatment of patients with grouping A beta-haemolytic strep tonsillopharyngitis .	Cefuroxime axetil was at treatment @DRUG$ effective as phenoxymethylpenicillin ( @DRUG$ ) in the of least patients with group A beta-haemolytic streptococcal tonsillopharyngitis .	Cefuroxime axetil at least @DRUG$ effective as phenoxymethylpenicillin ( @DRUG$ ) in the treatment of patients with group A beta-haemolytic streptococcal tonsillopharyngitis .	Cefuroxime axetil was at least as effective as phenoxymethylpenicillin in the treatment of patients with group A beta-haemolytic streptococcal tonsillopharyngitis.	1
0	Conversely @DRUG$, DEOB, propiverine, DPr-P-4(N-->O) and darifenacin showed 2 to 22 times higher affinity to the @DRUG$(3) than to the M(2) subtype.	conversely @DRUG$ , DEOB , propiverine , DPr -P-4 ( N -->O ) and darifenacin showed two to 22 times higher affinity to the @DRUG$ ( trine ) than to the M( two ) subtype .	Conversely @DRUG$ , DEOB , propiverine , ) -P-4 ( N -->O DPr and darifenacin showed 2 to to times higher affinity 22 the @DRUG$ ( 3 ) than to the M( 2 ) subtype .	Conversely @DRUG$ DEOB , propiverine , DPr -P-4 ( N -->O ) and darifenacin showed 2 to 22 times higher affinity to the @DRUG$ ( 3 than to the M( 2 ) subtype .	Conversely, drugs such as propiverine and darifenacin showed 2 to 22 times higher affinity to the @DRUG$ than to the M(2) subtype.	1
0	In the first study, 6 male and 6 female volunteers received 50 @DRUG$ dexketoprofen (74 mg dexketoprofen @DRUG$) by i.v. bolus.	In the st study , 6 male and 6 female military volunteer received 50 @DRUG$ dexketoprofen ( 74 mg dexketoprofen @DRUG$ ) by i.v. bolus .	) the , study first 6 male and 6 female volunteers received 50 @DRUG$ dexketoprofen ( 74 mg dexketoprofen @DRUG$ In by i.v. bolus .	In the first study , 6 male and female volunteers received 50 @DRUG$ dexketoprofen 74 mg dexketoprofen @DRUG$ ) by i.v. bolus .	In the first study, 6 male and 6 female volunteers received 50 @DRUG$ dexketoprofen (74 mg dexketoprofen @DRUG$) by i.v. bolus.	0
0	The @DRUG$ metabolites, except the @DRUG$-hydroxylated metabolites, were detected in human urine.	The @DRUG$ metabolites , omit the @DRUG$ - hydroxylated metabolites , were detected in human urine .	The @DRUG$ metabolites , except the @DRUG$ in hydroxylated metabolites , were detected - human urine .	The @DRUG$ metabolites , except the @DRUG$ - hydroxylated metabolites , detected in human urine .	The @DRUG$ metabolites were detected in human urine, except for the @DRUG$ - hydroxylated metabolites.	0
0	The formulations were prepared containing certain amounts of Poloxamer 407 (P407) and Poloxamer 188 (P188) alone or with hydroxylpropyl @DRUG$ (HPMC), sodium carboxymethyl cellulose (CMC-Na), or polyvinyl pyrrolidone (PVP) @DRUG$ polymer additives.	The preparation were prepared bear certain sum of money of Poloxamer 407 ( P407 ) and Poloxamer 188 ( P188 ) alone or with hydroxylpropyl @DRUG$ ( HPMC ) , sodium carboxymethyl cellulose ( CMC - na ) , or polyvinyl pyrrolidone ( PVP ) @DRUG$ polymer additives .	The formulations were HPMC containing certain amounts of Poloxamer 407 ( P407 ) and Poloxamer PVP ( P188 ) alone or with hydroxylpropyl @DRUG$ ( prepared , ) sodium carboxymethyl CMC ( cellulose - Na ) , or polyvinyl pyrrolidone ( 188 ) @DRUG$ polymer additives .	The formulations were prepared containing amounts of Poloxamer 407 ( P407 ) and Poloxamer 188 ( P188 ) alone or hydroxylpropyl @DRUG$ ( HPMC ) sodium carboxymethyl cellulose ( CMC Na ) , or polyvinyl pyrrolidone ( PVP @DRUG$ polymer additives .	The formulations were prepared containing certain amounts of Poloxamer 407 ( P407 ) and Poloxamer 188 ( P188 ) alone or with hydroxylpropyl @DRUG$ ( HPMC ) , sodium carboxymethyl cellulose ( CMC - Na ) , or polyvinyl	1
1	Little is known about the potential for relebactam or @DRUG$ to select for resistance; however, inactivation of the porin protein OmpK36 in @DRUG$. pneumoniae has been reported to confer resistance to both imipenem-relebactam and meropenem-vaborbactam.	short is known about the potential for relebactam or @DRUG$ to quality for electric resistance ; notwithstanding , inactivation of the porin protein OmpK36 in @DRUG$ . pneumoniae has been reported to confer electric resistance to both imipenem-relebactam and meropenem -vaborbactam .	Little is known about imipenem-relebactam potential for relebactam or @DRUG$ to in for resistance confer however , inactivation of the porin protein OmpK36 select @DRUG$ . pneumoniae been has reported to ; resistance to both the and meropenem -vaborbactam .	Little is known about the potential for relebactam or @DRUG$ to select for resistance ; however , inactivation of the porin protein OmpK36 in @DRUG$ . pneumoniae has been to resistance to both imipenem-relebactam and -vaborbactam .	@DRUG$ may select for resistance in @DRUG$, as the inactivation of the porin protein OmpK36 in DRUGB has been reported to confer resistance to both imipenem-relebactam and meropenem-vaborbactam.	0
1	@DRUG$ (a CYP2D6 substrate) is often co-prescribed with paroxetine/@DRUG$ (a CYP2D6 inhibitor) because the clinical relevance of this drug-drug interaction (DDI) is still unclear.	@DRUG$ ( a CYP2D6 substratum ) is often co-prescribed with paroxetine / @DRUG$ ( a CYP2D6 inhibitor ) because the clinical relevance of this drug-drug fundamental interaction ( DDI ) is still indecipherable .	@DRUG$ ( relevance CYP2D6 substrate ) is often co-prescribed with paroxetine / @DRUG$ ( a CYP2D6 inhibitor still because the clinical a of this drug-drug ) ( DDI ) is interaction unclear .	@DRUG$ a CYP2D6 ) is often co-prescribed with paroxetine / @DRUG$ a CYP2D6 inhibitor ) because the clinical relevance of this drug-drug interaction ( DDI ) is still unclear .	@DRUG$ is often co-prescribed with paroxetine because the clinical relevance of this drug-drug interaction is still unclear.	1
0	The relative standard deviation (R.S.@DRUG$.) of 25 and 150 ng @DRUG$(-1) of cadmium was 4.1 and 2.2% (n=8), respectively.	The congener received deviation ( R.S.@DRUG$ . ) of 25 and 150 ng @DRUG$ ( - 1 ) of atomic number  was 4.1 and 2.2 % ( n=8 ) , respectively .	The and standard deviation ( ) . ) of 25 relative 150 ng @DRUG$ ( - 1 ) of cadmium was 4.1 and 2.2 % ( n=8 R.S.@DRUG$ , respectively .	The relative standard deviation ( R.S.@DRUG$ . ) of 25 and 150 ng @DRUG$ ( - 1 ) cadmium was and % ( n=8 ) , .	The relative standard deviation ( R.S.@DRUG$ ) of 25 and 150 ng @DRUG$ ( - 1 ) of cadmium was 4.1 and 2.2 % ( n=8 ) , respectively ."This means that the relative standard deviation ( R.S.	0
0	These include the antiviral drugs acyclovir, amprenavir, and @DRUG$, the antibiotics cephalexin, cephradine and levofloxacin, @DRUG$ well as the antimalarial agents chloroquine and quinine.	These let in the antiviral dose acyclovir , amprenavir , and @DRUG$ , the antibiotics cephalexin , cephradine and levofloxacin , @DRUG$ well as the antimalarial drug agents chloroquine and quinine .	These include the antiviral drugs acyclovir and amprenavir , , @DRUG$ , the antibiotics cephalexin , as and levofloxacin , @DRUG$ well quinine the antimalarial agents chloroquine and cephradine .	These include the antiviral drugs acyclovir , amprenavir , @DRUG$ , the antibiotics cephalexin , cephradine and levofloxacin @DRUG$ the antimalarial agents chloroquine and quinine .	@DRUG$ is an antiviral drug, while @DRUG$ is an antibiotic.	0
0	CONCLUSIONS: Tenofovir alafenamide, a new once-daily oral prodrug of tenofovir, showed more potent anti-HIV-1 activity and higher intracellular tenofovir levels compared with @DRUG$ fumarate, while maintaining lower plasma tenofovir exposure at 40 @DRUG$ with good tolerability over 14 days of monotherapy.	termination : Tenofovir alafenamide , a raw once-daily oral prodrug of tenofovir , showed more potent anti-HIV - 1 activity and gamey intracellular tenofovir levels compared with @DRUG$ fumarate , while maintaining lower plasma tenofovir exposure at  @DRUG$ with good tolerability over 14 days of monotherapy .	CONCLUSIONS : Tenofovir alafenamide , a new once-daily monotherapy prodrug of tenofovir , showed more potent with - 1 activity and 40 anti-HIV tenofovir levels compared intracellular @DRUG$ fumarate , while maintaining lower plasma tenofovir exposure at higher @DRUG$ with good tolerability over 14 days of oral .	CONCLUSIONS : Tenofovir , a new once-daily oral prodrug of tenofovir , showed more potent anti-HIV - 1 activity and higher tenofovir levels compared with @DRUG$ fumarate , while maintaining tenofovir exposure at 40 @DRUG$ with good tolerability over 14 of monotherapy .	Tenofovir alafenamide is more potent than @DRUG$ fumarate while maintaining lower plasma tenofovir exposure.	1
0	To determine whether alpha-ethyltryptamine induces serotonergic deficits similar to that of other monoamine releasing agents such @DRUG$ 3,4-methyl-enedioxymethamphetamine (MDMA) and para-chloroamphetamine (@DRUG$), rats were given multiple doses (8 x 30 mg/kg s.c.) of alpha-ethyltryptamine acetate.	To determine whether alpha-ethyltryptamine induces serotonergic deficits similar to that of other monoamine unfreeze agents such @DRUG$ 3,4- methyl-enedioxymethamphetamine ( MDMA ) and para-chloroamphetamine ( @DRUG$ ) , rats were make multiple doses ( 8 x 30 mg / kilo s.c. ) of alpha- ethyltryptamine acetate rayon .	To determine whether alpha-ethyltryptamine induces serotonergic deficits similar to that of rats monoamine releasing agents such @DRUG$ 3,4- / ( MDMA ) and para-chloroamphetamine ( @DRUG$ ) , other were given multiple 30 ( 8 x doses mg methyl-enedioxymethamphetamine ethyltryptamine s.c. ) of alpha- kg acetate .	To determine whether alpha-ethyltryptamine induces serotonergic deficits similar to other monoamine releasing such @DRUG$ 3,4- methyl-enedioxymethamphetamine ( MDMA ) and para-chloroamphetamine ( @DRUG$ , rats were given multiple doses 8 x 30 mg / kg s.c. ) of alpha- ethyltryptamine acetate .	Alpha-ethyltryptamine induces serotonergic deficits similar to that of other monoamine releasing agents such as MDMA and para-chloroamphetamine.	1
0	Although a number of different neurotrophic, neuroprotective or anti-oxidant treatments have been tried in order to prevent or treat the neuropathies, to @DRUG$ they have @DRUG$ with limited success.	Although a number of different neurotrophic , neuroprotective or anti-oxidant treatments have been try in order to prevent or treat the neuropathies , to @DRUG$ they have @DRUG$ with define winner .	prevent or number of different neurotrophic , neuroprotective a anti-oxidant treatments have been tried in to to Although or treat the neuropathies , order @DRUG$ they have @DRUG$ with limited success .	Although a number of different neurotrophic , neuroprotective or anti-oxidant treatments have been tried in to prevent or treat the , to @DRUG$ they have @DRUG$ limited success .	Despite the fact that a number of different treatments that promote neuron growth or protect against damage have been tried, to @DRUG$ they have had limited success .	1
1	4-Demethyl-4-methoxyacetylpenclomedine showed inferior activity to current clinical brain tumor drugs against a glioma cell line, superior activity to temozolomide and @DRUG$ against the derived mismatch repair-deficient cell line, and superior activity to @DRUG$ and carmustine but inferior activity to temozolomide against two ependymoma cell lines, all of which were implanted s.c. CONCLUSION: Proposed mechanisms of activation and action of DM-PEN and the acyl derivatives support the potential clinical superiority of the acyl derivatives.	4 - Demethyl-4-methoxyacetylpenclomedine showed inferior activity to flow clinical encephalon tumor drugs against a glioma cell line , superior activity to temozolomide and @DRUG$ against the infer mismatch repair-deficient cell line , and superior activity to @DRUG$ and carmustine but inferior activity to temozolomide against two ependymoma cell lines , all of which were implanted s.c. CONCLUSION : Proposed mechanics of activation and natural process of DM - PEN and the acyl group derivatives patronage the voltage clinical superiority of the acyl group derivatives .	4 - Demethyl-4-methoxyacetylpenclomedine showed inferior activity to current potential brain activation drugs against inferior glioma implanted line , superior activity to temozolomide and @DRUG$ against the clinical mismatch repair-deficient cell and , of superior activity to @DRUG$ and carmustine but a activity to temozolomide against two ependymoma cell lines , all of which were cell s.c. CONCLUSION : Proposed mechanisms and tumor and action of the - PEN line the acyl derivatives support DM derived clinical superiority of the acyl derivatives .	4 - Demethyl-4-methoxyacetylpenclomedine showed inferior activity to current clinical brain tumor drugs a glioma cell line , superior activity to temozolomide and @DRUG$ against the derived mismatch repair-deficient cell line , and superior activity to @DRUG$ and but inferior activity to temozolomide against two ependymoma cell lines , all of which were implanted s.c. CONCLUSION : Proposed mechanisms of activation and action of DM - and the acyl derivatives support the potential clinical superiority of the acyl .	4 - Demethyl-4-methoxyacetylpenclomedine showed inferior activity to current clinical brain tumor drugs against a glioma cell line , superior activity to temozolomide and @DRUG$ against the derived mismatch repair-deficient cell line , and superior activity to	1
0	Like levodopa and @DRUG$, @DRUG$ acts as a potent, direct and broad spectrum dopamine agonist activating all dopamine receptor subtypes.	Like levodopa and @DRUG$ , @DRUG$ acts as a potent , direct and broad spectrum dopamine protagonist activating all dopamine sense organ subtypes .	Like levodopa and @DRUG$ , @DRUG$ acts as a potent , direct and broad spectrum dopamine activating agonist dopamine all receptor subtypes .	Like levodopa and @DRUG$ , @DRUG$ acts as a potent , direct and broad spectrum dopamine agonist activating all dopamine subtypes .	@DRUG$ is a drug that activates all dopamine receptor subtypes, while @DRUG$ is a drug that also activates all dopamine receptor subtypes.	0
0	Inhibition of nucleoside metabolism is an important principle in cancer therapy as evidenced by the role of fluoropyrimidines, such @DRUG$ 5-fluorouracil (@DRUG$), and antifolates in the treatment of many cancers.	Inhibition of nucleoside metabolic process is an important principle in cancer therapy as evidenced by the role of fluoropyrimidines , such @DRUG$ fivesome - fluorouracil ( @DRUG$ ) , and antifolates in the treatment of many malignant neoplastic disease .	Inhibition cancer nucleoside the is an important principle in of therapy as ( by metabolism role of fluoropyrimidines , such @DRUG$ 5 - fluorouracil evidenced @DRUG$ ) , and antifolates in the treatment of many cancers .	Inhibition of nucleoside metabolism is an important principle in cancer therapy as evidenced by the role of fluoropyrimidines , such @DRUG$ fluorouracil ( @DRUG$ ) , and antifolates in the treatment of many cancers .	@DRUG$ inhibits the metabolism of @DRUG$, which is an important principle in cancer therapy.	0
0	On April 25, 2002, @DRUG$ 250 @DRUG$ by monthly intramuscular injection was approved by the U.S. Food and Drug Administration for the treatment of hormone receptor-positive metastatic breast cancer in postmenopausal women with disease progression following antiestrogen therapy.	On April 25 , 2002 , @DRUG$ 250 @DRUG$ by monthly intramuscular injection was approved by the the states Food and Drug presidency for the discourse of hormone receptor-positive metastatic breast malignant neoplastic disease in postmenopausal women with disease progression following antiestrogen therapy .	On U.S. 25 , cancer , @DRUG$ 250 @DRUG$ by monthly 2002 and was approved by the April Food injection Drug Administration for the treatment of hormone receptor-positive metastatic breast intramuscular in postmenopausal women with disease progression following antiestrogen therapy .	On April 25 , 2002 , @DRUG$ 250 @DRUG$ by monthly intramuscular injection was approved by the U.S. Food and Drug Administration for the treatment of hormone receptor-positive breast cancer in postmenopausal women disease progression following antiestrogen therapy .	@DRUG$ is a drug that was approved by the U.S. Food and Drug Administration on April 25, 2002 for the treatment of hormone receptor-positive metastatic breast cancer in postmenopausal women with disease progression following antiestrogen therapy.	1
0	The farnesyltransferase inhibitor R115777 (@DRUG$) in combination with @DRUG$ acts synergistically to inhibit MCF-7 breast cancer cell proliferation and cell cycle progression in vitro and in vivo.	The farnesyltransferase inhibitor R115777 ( @DRUG$ ) in combination with @DRUG$ acts synergistically to stamp down MCF - seven breast malignant neoplastic disease cell proliferation and cell cycle progression in vitro and in vivo .	The farnesyltransferase inhibitor R115777 cell @DRUG$ and in combination with @DRUG$ acts synergistically to inhibit MCF - 7 breast cancer ( proliferation ) vivo cycle progression in vitro and in cell .	The farnesyltransferase inhibitor ( @DRUG$ ) in combination with @DRUG$ acts synergistically to inhibit MCF - 7 breast cancer cell and cell cycle progression in vitro and in vivo .	The combination of @DRUG$ and @DRUG$ inhibits the proliferation and cell cycle progression of MCF-7 breast cancer cells in vitro and in vivo.	0
0	In situ hybridization of Drosophila melanogaster embryos shows that two of the D-GABA(B)Rs (D-GABA(B)R1 and R2) are expressed in similar regions, suggesting a coexpression of the two receptors, whilst the third D-@DRUG$(B)R (@DRUG$-GABA(B)R3) displays a unique expression pattern.	In situ hybridization of Drosophila melanogaster conceptus shows that two of the ergocalciferol - GABA ( B ) Rs ( D- GABA ( B ) R1 and R2 ) are expressed in similar regions , intimate a coexpression of the two sensory receptor , whilst the third ergocalciferol - @DRUG$ ( B ) R ( @DRUG$ - GABA ( B ) R3 ) display a singular expression pattern .	regions similar and of Drosophila melanogaster embryos shows In two of the D - GABA ( B ) Rs ( D- GABA ( B ) R1 hybridization R2 ) are expressed in situ that , suggesting a coexpression of the two receptors , whilst the third D - @DRUG$ ( B pattern R ) @DRUG$ - GABA ( B ) R3 ) displays a unique expression ( .	situ hybridization Drosophila melanogaster embryos that two of the D - ( B ) Rs ( D- GABA ( B ) R1 R2 ) are expressed in similar regions , suggesting a coexpression of the two receptors , whilst the third D - @DRUG$ ( B ) R ( @DRUG$ - GABA ( B ) ) displays a expression .	The two D - GABA ( B ) Rs ( D- GABA ( B ) R1 and R2 ) are expressed in similar regions , suggesting a coexpression of the two receptors .	1
0	Finally, a risk assessment is provided based on the current level of @DRUG$ adulteration in street @DRUG$, the dose range calculated per gram and the pattern of chronic exposure in heavy or dependent users.	eventually , a risk assessment is provided based on the flow level of @DRUG$ adulteration in street @DRUG$ , the dose range calculated per gram and the pattern of chronic pic in heavy or dependent users .	Finally , a current assessment is provided based the on risk level of @DRUG$ adulteration in street @DRUG$ , the gram range calculated per dose and the pattern of chronic exposure in heavy or dependent users .	Finally , risk assessment based on the current level of @DRUG$ adulteration street @DRUG$ , the dose range calculated per gram and the pattern of chronic exposure in heavy or dependent users .	Based on the current level of @DRUG$ adulteration in street @DRUG$, the dose range calculated per gram, and the pattern of chronic exposure in heavy or dependent users, a risk assessment is provided.	0
0	@DRUG$ was found to reduce the oro-caecal transit time @DRUG$ assessed by the lactulose/breath hydrogen method in a dose related manner from 0.2 to 5 mg; the later dose producing a 62% reduction.	@DRUG$ was found to reduce the oro-caecal transit metre @DRUG$ assessed by the lactulose / breath atomic number  method in a dose related manner from 0.2 to 5 mg ; the later dose producing a 62 % reducing .	@DRUG$ was found to reduce the oro-caecal transit time @DRUG$ 62 by the lactulose / the hydrogen method in a dose related manner from 0.2 to 5 mg ; % later dose producing a assessed breath reduction .	@DRUG$ was found to reduce the oro-caecal transit @DRUG$ assessed by the lactulose / breath hydrogen method in a dose related manner from 0.2 to 5 mg ; the later dose producing a % reduction .	The higher the dose of @DRUG$, the more it reduces the oro-caecal transit time @DRUG$ assessed by the lactulose / breath hydrogen method.	0
0	Full restoration of normal growth, @DRUG$ occurs with @DRUG$ replacement of GH deficiency, is not seen, presumably because only the endocrine deficiency is addressed.	Full restoration of normal growth , @DRUG$ occurs with @DRUG$ replacement of GH deficiency , is not view , presumptively because only the endocrine deficiency is addressed .	Full restoration of normal growth , @DRUG$ occurs with @DRUG$ replacement seen GH deficiency , is not of , presumably because is the endocrine deficiency only addressed .	Full restoration of normal growth , @DRUG$ occurs with @DRUG$ replacement of GH deficiency , is not seen , presumably because only endocrine deficiency is addressed .	If @DRUG$ is used to replace a GH deficiency, then normal growth will be restored. However, if only the endocrine deficiency is addressed (i.e. only DRUGA is used), then normal growth will not be seen.	1
0	DATA SOURCES: A MEDLINE search was conducted for English-language human studies published between January 1980 and April 2012 using the terms l-LV, levoleucovorin, d,@DRUG$-LV, leucovorin, folinic acid, folinate, 5-formyltetrahydrofolate, folic acid, folates, @DRUG$, 5-fluorouracil, and clinical trials.	data point SOURCES : A MEDLINE search was conducted for English - language homo studies published between January 1980 and april 2012 expend the terms l-LV , levoleucovorin , d , @DRUG$ - LV , leucovorin , folinic acid , folinate , quintuplet - formyltetrahydrofolate , folic acid , folates , @DRUG$ , quintuplet - fluorouracil , and clinical trial run .	5 SOURCES : conducted MEDLINE search April A for English - language human studies published folic January , and was 2012 using the terms l-LV , levoleucovorin , d , @DRUG$ , LV , leucovorin , folinic acid , folinate , 5 - formyltetrahydrofolate - between acid , folates , @DRUG$ , DATA - fluorouracil 1980 and clinical trials .	DATA SOURCES : A MEDLINE was conducted for English - language human studies published between 1980 and April 2012 the terms l-LV , , d , @DRUG$ - LV , leucovorin , folinic acid , folinate , 5 - formyltetrahydrofolate , folic acid , folates , @DRUG$ , 5 - fluorouracil , and clinical .	L-LV (levoleucovorin) is a prodrug of leucovorin, which is a form of folate. 5-FU (5-fluorouracil) is a chemotherapy drug that is used to treat a variety of cancers. @DRUG$-	1
0	Levofloxacin at 750 mg q24h plus @DRUG$ at 500 @DRUG$ q8h or 1,500 mg q24h resulted in similar AUIC(0-24) and AUBC(0-24) values with one exception: the AUIC(0-24) for the 1,500-mg q24h regimen against B. thetaiotamicron was significantly higher (P < 0.05) than those of the other regimens.	Levofloxacin at 750 mg q24h plus @DRUG$ at 500 @DRUG$ q8h or 1,500 mg q24h resulted in similar AUIC ( cypher - twenty four ) and AUBC ( cypher - twenty four ) note value with one exclusion : the AUIC ( cypher - twenty four ) for the 1,500 - mg q24h regime against B. thetaiotamicron was importantly higher ( P < 0.05 ) than those of the other regimens .	Levofloxacin at and mg q24h plus @DRUG$ at 500 @DRUG$ values or 1,500 mg q24h - in similar AUIC ( 0 0 exception ) 750 AUBC ( the resulted 24 ) q8h with one 24 : the AUIC ( - - 24 ) for the 1,500 - mg q24h regimen against B. thetaiotamicron was significantly higher ( P < 0.05 ) than those of 0 other regimens .	Levofloxacin at 750 mg q24h plus @DRUG$ at 500 @DRUG$ q8h or mg q24h resulted in similar AUIC ( 0 - 24 ) and AUBC ( 0 - 24 ) with one exception : the AUIC ( 0 - 24 ) for the 1,500 - mg q24h regimen against B. thetaiotamicron was significantly higher ( P < 0.05 ) than those of the other regimens .	Levofloxacin at 750 mg q24h plus @DRUG$ at 500 @DRUG$ q8h or 1,500 mg q24h resulted in similar AUIC ( 0 - 24 ) and AUBC ( 0 - 24 ) values.	0
0	Results with EMA/@DRUG$ (etoposide, methotrexate, actinomycin D, @DRUG$, vincristine) chemotherapy in gestational trophoblastic neoplasia.	Results with EMA / @DRUG$ ( etoposide , amethopterin , actinomycin D , @DRUG$ , oncovin ) chemotherapy in gestational trophoblastic neoplasia .	, with EMA / @DRUG$ ( etoposide , methotrexate , actinomycin , D @DRUG$ Results vincristine ) chemotherapy in gestational trophoblastic neoplasia .	Results with EMA / @DRUG$ ( etoposide , methotrexate , actinomycin D , @DRUG$ vincristine ) chemotherapy gestational trophoblastic .	EMA / @DRUG$ ( etoposide , methotrexate , actinomycin D , @DRUG$ , vincristine ) chemotherapy is used to treat gestational trophoblastic neoplasia .	0
0	Effects of @DRUG$ on the AUC for @DRUG$ were inversely related to the AUC for beta-carotene alone.	Effects of @DRUG$ on the AUC for @DRUG$ were inversely related to the AUC for beta-carotene lone .	Effects of @DRUG$ were the AUC for @DRUG$ on inversely related to the AUC for beta-carotene alone .	Effects of @DRUG$ the AUC for @DRUG$ were related the AUC for alone .	The more @DRUG$ there is in the system, the less @DRUG$ there is.	0
0	Results: Targeted therapies based upon the pathophysiologic mechanisms of sickle cell disease that result in organ dysfunction and painful episodes include @DRUG$, L-glutamine, @DRUG$, and other drugs that are currently on the market or are on the verge of becoming available.	Results : Targeted therapies based upon the pathophysiologic mechanisms of sickle jail cell disease that solution in organ dysfunction and abominable episodes include @DRUG$ , L-glutamine , @DRUG$ , and other drug that are currently on the market or are on the verge of becoming available .	Results : Targeted therapies the the the pathophysiologic currently of sickle cell disease that result in organ dysfunction and painful episodes include @DRUG$ , L-glutamine , @DRUG$ , and other drugs that based mechanisms on are market or are on upon verge of becoming available .	Results : Targeted therapies based upon the pathophysiologic mechanisms sickle cell disease that result in organ dysfunction and painful include @DRUG$ L-glutamine , @DRUG$ , and other drugs that are currently on market or are the of available .	Targeted therapies based upon the pathophysiologic mechanisms of sickle cell disease that result in organ dysfunction and painful episodes include @DRUG$ and @DRUG$ .	0
0	We also report for the first time that @DRUG$ can induce senescence in colon cancer cells as assessed by flattened, spread out and vacuolated morphology @DRUG$ well as by senescence marker beta-galactosidase staining.	We likewise report for the first sentence that @DRUG$ can induce aging in colon cancer cells as assessed by flattened , spread out and vacuolated morphology @DRUG$ well as by aging marker beta-galactosidase staining .	We also report for the first time as @DRUG$ can induce senescence by colon cancer cells as assessed by flattened , spread out and vacuolated morphology @DRUG$ in that well senescence marker beta-galactosidase staining .	We also report for the first time that @DRUG$ can induce senescence in colon cancer cells assessed by flattened , spread and morphology @DRUG$ by senescence marker beta-galactosidase staining	@DRUG$ can cause colon cancer cells to become senescent (i.e., to enter a state of permanent growth arrest), as assessed by their flattened , spread out and vacuolated morphology, as well as by their increased levels of senescence marker beta-galactosidase.	1
0	@DRUG$ (AET), a monoamine oxidase inhibitor and potent monoamine releasing agent, has been sold illicitly @DRUG$ a substitute for the entactogen 3,4-methylenedioxy-N-methylamphetamine (MDMA), and is the first example of an indolealkylamine analog demonstrated to substitute in MDMA-trained animals.	@DRUG$ ( AET ) , a monoamine oxidase inhibitor and potent monoamine releasing federal agent , has been sold illicitly @DRUG$ a substitute for the entactogen 3,4- methylenedioxy - N-methylamphetamine ( methylenedioxymethamphetamine ) , and is the first object lesson of an indolealkylamine analog demonstrated to substitute in methylenedioxymethamphetamine - condition animal .	@DRUG$ ( AET ) , a monoamine oxidase - and potent monoamine releasing agent , illicitly been sold and @DRUG$ a substitute for the entactogen methylenedioxy 3,4- inhibitor N-methylamphetamine ( MDMA ) analog has is the first example of an indolealkylamine , demonstrated to substitute in MDMA - trained animals .	@DRUG$ ( AET ) , a monoamine inhibitor and potent monoamine agent , has been sold illicitly @DRUG$ a substitute for the entactogen 3,4- methylenedioxy - N-methylamphetamine MDMA ) , and is the first example of an indolealkylamine analog demonstrated substitute in MDMA - trained animals .	@DRUG$ is a drug that inhibits the enzyme monoamine oxidase and that also has the ability to release monoamines. @DRUG$ is a drug that is a substitute for the entactogen MDMA, and it is the first example of an indolealkylamine analog that has been shown	0
0	PURPOSE: This phase I trial was initiated to evaluate the safety, pharmacokinetics (PK) and maximum tolerated dose (MTD) of the glycolytic inhibitor, 2-deoxy-@DRUG$ (2DG) in combination with @DRUG$, in patients with advanced solid tumors.	PURPOSE : This phase unity test was originate to evaluate the safety , pharmacokinetics ( PK ) and maximum tolerated dose ( MTD ) of the glycolytic inhibitor ,  - deoxy - @DRUG$ ( 2DG ) in combination with @DRUG$ , in patients with advanced solid tumors .	PURPOSE : This phase I trial was initiated to evaluate - safety , pharmacokinetics ( PK ) and maximum tolerated ( ( MTD the of ) glycolytic inhibitor , 2 - , the @DRUG$ dose 2DG ) in combination with @DRUG$ deoxy in patients with advanced solid tumors .	PURPOSE : This phase I trial initiated to evaluate safety , pharmacokinetics ( PK ) and maximum tolerated dose ( MTD ) of the glycolytic inhibitor , - deoxy - @DRUG$ ( 2DG ) combination with @DRUG$ , patients with advanced solid tumors .	The purpose of this study was to evaluate the safety, pharmacokinetics, and maximum tolerated dose of the glycolytic inhibitor 2-deoxy-@DRUG$ in combination with @DRUG$ in patients with advanced solid tumors.	0
0	Twenty-four-hour median intragastric pH was significantly higher with esomeprazole 40 mg (4.9) and 20 @DRUG$ (4.1) than with omeprazole 20 mg (3.6) (@DRUG$ < 0.001 and P < 0.01).	twenty dollar bill - four-hour average intragastric pH was significantly higher with esomeprazole  mg ( 4.9 ) and 20 @DRUG$ ( 4.1 ) than with prilosec 20 mg ( 3.6 ) ( @DRUG$ < 0.001 and P < 0.01 ) .	Twenty - four-hour median ) pH esomeprazole significantly higher with was 40 mg ( 4.9 ) and 20 @DRUG$ ( 4.1 ) ) with 0.01 20 mg ( 3.6 intragastric ( @DRUG$ < 0.001 and P < omeprazole than .	Twenty - four-hour median intragastric pH was significantly higher with esomeprazole 40 mg ( 4.9 ) and @DRUG$ ( 4.1 ) than with omeprazole 20 mg ( 3.6 ) ( @DRUG$ < 0.001 and P < 0.01 .	Esomeprazole 40 mg and 20 mg @DRUG$ were both found to be more effective at raising pH levels in the stomach than omeprazole 20 mg.	1
1	@DRUG$ has been reported to increase serum phenytoin levels and the international normalized ratio in patients receiving concomitant phenytoin and @DRUG$, respectively.	@DRUG$ has been reported to increase blood serum phenytoin levels and the external normalized ratio in patients receiving concomitant phenytoin and @DRUG$ , respectively .	@DRUG$ has been reported in increase serum phenytoin levels and the international normalized ratio concomitant patients receiving to phenytoin and @DRUG$ , respectively .	@DRUG$ has been reported to increase serum phenytoin levels the international normalized ratio in patients receiving concomitant phenytoin and @DRUG$ , respectively .	@DRUG$ has been reported to increase the serum levels and the international normalized ratio in patients receiving concomitant phenytoin and @DRUG$, respectively.	0
0	In treatment-naive patients, @DRUG$ can be given as 400 @DRUG$/day.	inch treatment - naive patients , @DRUG$ can be given as 400 @DRUG$ / day .	In treatment - naive patients , @DRUG$ be can given as 400 @DRUG$ / day .	In treatment - naive , @DRUG$ can given as 400 @DRUG$ / day .	In treatment - naive patients, @DRUG$ can be given as 400 @DRUG$/day.	0
0	Clinical pharmacokinetics of high-dose @DRUG$ @DRUG$ after intravenous and oral administration.	clinical pharmacokinetics of high- dose @DRUG$ @DRUG$ after intravenous and oral administration .	Clinical pharmacokinetics of intravenous dose @DRUG$ @DRUG$ after high- and oral administration .	Clinical pharmacokinetics of high- dose @DRUG$ @DRUG$ after intravenous and oral administration	The clinical pharmacokinetics of high-dose @DRUG$ @DRUG$ after intravenous and oral administration.	0
0	By inhibiting renin, @DRUG$ blocks the conversion of angiotensinogen to @DRUG$ I, which subsequently results in a reduction in angiotensin II concentrations.	By inhibiting renin , @DRUG$ blocks the conversion of angiotensinogen to @DRUG$ I , which subsequently results in a reduction in hypertensin ii concentrations .	By the renin , @DRUG$ blocks subsequently conversion of angiotensinogen to @DRUG$ I , which inhibiting results in a reduction in angiotensin II concentrations .	By inhibiting renin , @DRUG$ blocks the conversion of angiotensinogen @DRUG$ I which subsequently results in a in angiotensin II .	@DRUG$ inhibits renin, which blocks the conversion of angiotensinogen to @DRUG$ I. This subsequently results in a reduction in angiotensin II concentrations.	0
0	METHODS: Dogs were randomly assigned to one of two groups: Group M received @DRUG$ (1.0 @DRUG$ kg(-1) ) and Group S received 0.9% saline (0.1 mL kg(-1) ) intravenously 45-60 minutes before premedication with hydromorphone (0.1 mg kg(-1) ) and acepromazine (0.03 mg kg(-1) ) intramuscularly.	METHODS : detent were arbitrarily assigned to one of  groups : group M received @DRUG$ ( 1.0 @DRUG$ kg ( - 1 ) ) and group S received 0.9 % saline ( 0.1 mL kg ( - 1 ) ) intravenously  - sixty minutes before premedication with hydromorphone hydrochloride ( 0.1 mg kg ( - 1 ) ) and acepromazine ( 0.03 mg kg ( - 1 ) ) intramuscularly .	M : Dogs received randomly assigned ( one of ) groups 1.0 Group METHODS received @DRUG$ ( : @DRUG$ kg ( - 1 ) 0.1 and hydromorphone S were 0.9 % saline to 0.1 mL kg ( - 1 ) ) intravenously 45 - 60 minutes before premedication with Group ( ) mg kg ( - 1 ) two and acepromazine ( 0.03 mg kg ( - 1 ) ) intramuscularly .	: Dogs were randomly assigned to one of two groups : Group M received @DRUG$ ( 1.0 @DRUG$ kg ( - ) ) and Group S received % saline ( 0.1 mL kg - 1 ) ) intravenously 45 60 before premedication with hydromorphone ( mg kg ( 1 ) ) acepromazine 0.03 mg kg ( - 1 ) ) .	Group M received @DRUG$ ( 1.0 @DRUG$ kg ( - 1 ) ) and Group S received 0.9 % saline ( 0.1 mL kg ( - 1 ) ) intravenously 45 - 60 minutes before premedication with hydromorphone ( 0.1 mg kg	0
0	Combined butalbital/@DRUG$/@DRUG$ overdose: case files of the Robert Wood Johnson Medical School Toxicology Service.	unite butalbital / @DRUG$ / @DRUG$ overdose : case files of the henry martyn robert Wood Johnson Medical School Toxicology Service .	Combined butalbital / @DRUG$ / @DRUG$ overdose : Toxicology files of the Robert Wood School Medical Johnson case Service .	Combined butalbital / @DRUG$ / @DRUG$ overdose case files of the Robert Wood Johnson Medical School Service .	The Robert Wood Johnson Medical School Toxicology Service has treated patients who have overdosed on a combination of butalbital, @DRUG$, and @DRUG$.	0
0	We will explore the dietary sources of @DRUG$ @DRUG$ compared with drug therapy, and discuss the use of fish oil products in combination with other commonly used lipid-lowering agents.	We will search the dietary sources of @DRUG$ @DRUG$ compared with drug therapy , and discuss the use of fish crude oil production in combination with other commonly used lipid-lowering agents .	We will explore of dietary sources other @DRUG$ @DRUG$ compared with drug therapy , and discuss the use of lipid-lowering oil products in combination with the commonly used fish agents .	We will explore sources of @DRUG$ @DRUG$ compared with drug therapy , and discuss use of fish oil products in combination with other used .	We will explore the dietary sources of @DRUG$ and @DRUG$ compared with drug therapy, and discuss the use of fish oil products in combination with other commonly used lipid-lowering agents.	0
1	INTRODUCTION: We report the early and late secondary effects of tacrolimus or @DRUG$-microemulsion (ME), in combination with @DRUG$ (MMF), and rATG.	launching : We report the early and belated junior grade effects of tacrolimus or @DRUG$ - microemulsion ( ME ) , in combination with @DRUG$ ( MMF ) , and rATG .	( : We report and ME the late secondary effects of tacrolimus or @DRUG$ - microemulsion INTRODUCTION early ) , in combination with @DRUG$ ( MMF ) , and rATG .	INTRODUCTION : We report the early and secondary effects of tacrolimus or @DRUG$ - microemulsion ( ME ) , in combination with @DRUG$ ( ) , and rATG .	We report the early and late secondary effects of tacrolimus or @DRUG$ - microemulsion ( ME ) , in combination with @DRUG$ ( MMF ) , and rATG .	0
0	TNO was converted into TAM by reduced hemoglobin (Hb) and NADPH-P450 oxidoreductase, suggesting involvement of the @DRUG$ heme-@DRUG$(2+) complex in both Hb and P450s.	TNO was converted into TAM by reduced hb ( Hb ) and NADPH - P450 oxidoreductase , suggesting participation of the @DRUG$ heme - @DRUG$ ( 2 + ) building complex in both Hb and P450s .	TNO TAM converted into was ) reduced hemoglobin ( Hb by and NADPH - P450 oxidoreductase , suggesting involvement of the @DRUG$ heme - @DRUG$ ( 2 + Hb complex in both ) and P450s .	TNO was converted into TAM by reduced hemoglobin ( Hb ) NADPH - P450 oxidoreductase , suggesting involvement of the @DRUG$ heme - @DRUG$ ( 2 + complex in both Hb and P450s .	The @DRUG$ heme-@DRUG$ (2+) complex is involved in both hemoglobin and P450s.	0
0	@DRUG$ was more selective in whole cell assays than the published Cat K inhibitors balicatib and @DRUG$.	@DRUG$ was more selective in whole cell assays than the published purge K inhibitors balicatib and @DRUG$ .	@DRUG$ was more selective the whole cell assays than in published Cat K inhibitors balicatib and @DRUG$ .	@DRUG$ was more selective in whole cell assays the published K inhibitors balicatib and @DRUG$ .	@DRUG$ was more selective than @DRUG$ in whole cell assays.	0
0	It reacted with sulfur-containing compounds such @DRUG$ @DRUG$ by Michael addition to form 3'-(2-hydroxyethylthio)-5'-hydroxyhexestrol.	it reacted with sulfur-containing compounds such @DRUG$ @DRUG$ by michael addition to form 3 ' -( 2- hydroxyethylthio ) - 5'- hydroxyhexestrol .	It 3 with sulfur-containing compounds such @DRUG$ @DRUG$ by form addition to Michael reacted ' -( 2- hydroxyethylthio ) - 5'- hydroxyhexestrol .	It reacted with sulfur-containing compounds such @DRUG$ @DRUG$ Michael addition to form 3 ' -( 2- ) - 5'- hydroxyhexestrol .	@DRUG$ reacted with @DRUG$ to form 3'-(2-hydroxyethylthio)-5'-hydroxyhexestrol.	0
1	On a weight-to-weight basis, the antisecretory effect of @DRUG$ is about 20 and 7.5 times more potent than those of cimetidine and @DRUG$, respectively.	On a weight- to - weight unit groundwork , the antisecretory effect of @DRUG$ is about twenty and 7.5 times more potent than those of cimetidine and @DRUG$ , respectively .	of a weight- to - weight basis , the antisecretory effect of @DRUG$ is about 20 7.5 and more times potent than those On cimetidine and @DRUG$ , respectively .	On a weight- to - weight basis the antisecretory effect of @DRUG$ is about 20 and 7.5 times more potent than those of cimetidine and @DRUG$ , respectively	On a weight- to - weight basis , @DRUG$ is about 20 times more potent than cimetidine and @DRUG$ is about 7.5 times more potent than cimetidine.	0
0	Pretreatment with @DRUG$ (25 mg/kg, i.p.) significantly decreased plasma corticosterone and reduced low dose (i.e. 0.125-0.25 @DRUG$/kg per infusion) cocaine self-administration without affecting food-reinforced responding.	Pretreatment with @DRUG$ ( 25 mg / kg , i.p. ) significantly decreased plasma corticosterone and reduced low dose ( i.e. 0.125-0.25 @DRUG$ / kg per infusion ) cocain self-administration without affect food for thought -reinforced responding .	Pretreatment with @DRUG$ ( 25 mg self-administration kg , i.p. ) significantly decreased plasma corticosterone and reduced infusion dose ( i.e. 0.125-0.25 @DRUG$ / -reinforced per low ) cocaine / without affecting food kg responding .	Pretreatment with @DRUG$ ( 25 mg kg , i.p. significantly decreased plasma corticosterone and reduced low dose ( i.e. 0.125-0.25 @DRUG$ / kg per infusion ) cocaine self-administration without food responding	Pretreatment with @DRUG$ ( 25 mg / kg , i.p. ) significantly decreased plasma corticosterone and reduced low dose ( i.e. 0.125-0.25 @DRUG$ / kg per infusion ) cocaine self-administration without affecting food -reinforced	0
0	It stimulates collagen, dermatan @DRUG$, @DRUG$, and the small proteoglycan, decorin.	It have collagen , dermatan @DRUG$ , @DRUG$ , and the small proteoglycan , decorin .	It stimulates collagen , dermatan @DRUG$ , @DRUG$ , proteoglycan the small and , decorin .	It stimulates collagen , dermatan @DRUG$ , @DRUG$ and the small proteoglycan , decorin .	@DRUG$ stimulates collagen production, and this in turn stimulates the production of dermatan and @DRUG$. The small proteoglycan decorin is also produced as a result of this process.	0
0	RESULTS: Oxybutynin, propiverine, tolterodine, the respective metabolites DEOB, DPr-@DRUG$-4(N-->O) and 5-HM, and darifenacin inhibited in concentration dependent fashion specific [(3)H]NMS binding in homogenates of the human bladder and parotid gland @DRUG$ well as in membranes of CHO-K1 cell lines expressing human muscarinic M(1) to M(5) receptor subtypes.	RESULTS : Oxybutynin , propiverine , tolterodine , the respective metabolites DEOB , DPr-@DRUG$ -4 ( northward -->O ) and quint - HM , and darifenacin inhibited in concentration dependent fashion particular [ ( 3 ) H ] nanometer binding in homogenates of the homo bladder and parotid secretor @DRUG$ well as in membranes of CHO - K1 cell personal credit line expressing homo muscarinic M( 1 ) to M( quint ) receptor subtypes .	RESULTS : Oxybutynin , propiverine , tolterodine , the respective metabolites DEOB , DPr-@DRUG$ -4 ( N -->O dependent and 5 - to , and darifenacin inhibited in concentration ) [ specific M( ( of ) H ] NMS binding in homogenates of gland human bladder and parotid the @DRUG$ well as in membranes 3 M( - K1 cell lines expressing human muscarinic fashion 1 ) HM CHO 5 ) receptor subtypes .	RESULTS Oxybutynin , propiverine , tolterodine , respective metabolites DEOB , DPr-@DRUG$ -4 ( N -->O ) and - HM , and darifenacin inhibited in concentration dependent fashion specific [ ( 3 ) H ] NMS binding in homogenates the human and parotid gland @DRUG$ well as in membranes of CHO - K1 cell lines expressing human muscarinic M( 1 ) to M( 5 ) receptor subtypes .	Oxybutynin, propiverine, tolterodine, the respective metabolites DEOB, DPr-@DRUG$-4 (N-->O), and 5-HM, and darifenacin inhibited in concentration dependent fashion specific [3H]NMS	1
0	Plasma concentration of penicillin G was evaluated in beef steers after administration of either a combination of benzathine penicillin G and @DRUG$ @DRUG$ in a 1:1 mixture at a dosage of 9,000 U/kg of body weight, IM (n = 5), 24,000 U/kg, IM (n = 5), or 8,800 U/kg, SC (n = 5), or benzathine penicillin G alone at a dosage of 12,000 U/kg, IM (n = 7).	plasm concentration of penicillin G was judge in beef steers after presidency of either a combination of benzathine penicillin G and @DRUG$ @DRUG$ in a 1:1 intermixture at a dose of 9,000 uracil / kilogram of body slant , IM ( n = 5 ) , 24,000 uracil / kilogram , IM ( n = 5 ) , or 8,800 uracil / kilogram , sc ( n = 5 ) , or benzathine penicillin G alone at a dose of 12,000 uracil / kilogram , IM ( n = 7 ) .	Plasma concentration of penicillin G was evaluated , n steers after administration of , a combination of U penicillin n and @DRUG$ @DRUG$ in a 1:1 n of a dosage of 9,000 benzathine / kg of body weight , IM ( n = 5 ) , 24,000 U / kg , IM ( beef = 5 ) either or 8,800 U / kg , SC ( mixture = 5 ) in or benzathine penicillin G alone at a dosage at 12,000 U / IM , G ( kg = 7 ) .	Plasma concentration penicillin G was evaluated in beef after administration of either a combination of benzathine penicillin G and @DRUG$ @DRUG$ in a mixture at a dosage of 9,000 U / kg of body weight IM ( n = 5 ) , 24,000 U / kg , IM ( n = ) , or 8,800 U / kg , ( n = 5 ) , or benzathine penicillin G alone at a dosage of 12,000 U / kg , IM ( n = 7 ) .	The plasma concentration of penicillin G was evaluated in beef steers after administration of either a combination of benzathine penicillin G and @DRUG$ @DRUG$ in a 1:1 mixture at a dosage of 9,000 U / kg of body weight , IM ( n = 5	0
1	@DRUG$ is a preferential COX-2 inhibitor antiplatelet agent that is as effective as @DRUG$ in the prevention of serious vascular events.	@DRUG$ is a preferential cox - 2 inhibitor antiplatelet agent that is as effective as @DRUG$ in the prevention of serious vascular issue .	@DRUG$ is a preferential COX - as inhibitor prevention agent that is 2 effective as @DRUG$ in the antiplatelet of serious vascular events .	@DRUG$ is a preferential COX 2 inhibitor antiplatelet agent that is as effective as @DRUG$ in the prevention of serious vascular events .	@DRUG$ is more effective than @DRUG$ in preventing serious vascular events.	0
0	Serum estradiol was threefold to fivefold higher (@DRUG$ less than 0.05) in clomiphene-induced than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge, and @DRUG$ was increased (p less than 0.05) from the day of the surge to end of the cycle.	Serum estradiol was threefold to five fold higher ( @DRUG$ lupus erythematosus than 0.05 ) in clomid - induced than in self generated cycles 8 and 10 days before the luteinizing hormone zoom , and @DRUG$ was increased ( p lupus erythematosus than 0.05 ) from the day of the zoom to end of the cycle .	Serum estradiol was threefold to fivefold higher ( @DRUG$ less than 0.05 ) in clomiphene - the than in spontaneous cycles was and 10 days than induced the hormone surge , and @DRUG$ 8 increased ( p of before 0.05 ) from the day of the surge to end less luteinizing cycle .	Serum estradiol was threefold to fivefold higher ( @DRUG$ less than 0.05 ) in - induced than spontaneous cycles 8 and days before the luteinizing hormone surge , @DRUG$ was increased ( p less than 0.05 ) from the day of the surge to end of the cycle .	Serum estradiol was threefold to fivefold higher ( @DRUG$ less than 0.05 ) in clomiphene - induced than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge , and @DRUG$ was increased ( p less than 0.05 )	0
0	After intravenous administration at the dose rate of 50 mg/kg, the biological half-lives (T 1/2) of ASPM,SPM-I, josamycin and @DRUG$ were 151, 103, 71 minutes and 54 minutes, respectively, and the apparent volumes of distribution (V beta) were 9.2, 8.9, 3.6 L/kg and 7.7 @DRUG$/kg, respectively.	After endovenous administration at the cupids itch grade of 50 mg / kg , the biological half -lives ( T 1/2 ) of ASPM , SPM -I , josamycin and @DRUG$ were 151 , 103 , 71 minutes and 54 minutes , respectively , and the evident volumes of dispersion ( volt beta ) were 9.2 , 8.9 , 3.6 L/ kg and 7.7 @DRUG$ / kg , respectively .	After T administration at the of volumes of 50 mg / kg , the biological half -lives ( intravenous 1/2 ) 71 ASPM , SPM -I , josamycin and @DRUG$ were 151 , 103 , dose 3.6 and 54 minutes were respectively , and the apparent rate of distribution ( V beta ) , 9.2 , 8.9 , minutes L/ kg and 7.7 @DRUG$ / kg , respectively .	After intravenous administration at the dose rate of 50 mg / kg , the biological half -lives ( T 1/2 ) of ASPM , SPM -I , josamycin and @DRUG$ were 151 , 103 , 71 minutes 54 minutes respectively , and the apparent of distribution ( V beta ) were 9.2 , 8.9 , 3.6 L/ kg and 7.7 @DRUG$ / kg , respectively .	After intravenous administration at the dose rate of 50 mg / kg , the biological half -lives ( T 1/2 ) of ASPM , SPM -I , josamycin and @DRUG$ were 151 , 103 , 71 minutes and 54 minutes , respectively , and the apparent volumes	1
0	The ACE inhibitor @DRUG$ has clinical potential @DRUG$ a useful antitumor agent.	The nail inhibitor @DRUG$ has clinical potential @DRUG$ a useful antitumor agent .	The ACE inhibitor @DRUG$ has clinical potential @DRUG$ useful a antitumor agent .	The ACE inhibitor @DRUG$ has clinical potential @DRUG$ a useful antitumor agent .	@DRUG$ has potential to be used as an antitumor agent, and @DRUG$ is a useful ACE inhibitor.	0
0	This phase I, double-blind, randomized, placebo-controlled, two-part single-dose study (first time with humans) was conducted to determine the safety, tolerability, and pharmacokinetics of BCV administered at 10 @DRUG$/ml in a tocopherol-polyethylene glycol succinate-polyethylene glycol 400-@DRUG$ 50:40:10 solution.	This phase atomic number  , double- unreasoning , randomized , placebo- verify , two - part single - dose study ( initiative time with humans ) was conducted to determine the safety , tolerability , and pharmacokinetics of BCV administered at  @DRUG$ / ml in a tocopherol - polythene glycol succinate - polythene glycol 400 - @DRUG$ 50:40:10 solution .	This phase I , double- blind , humans , placebo- controlled dose two determine / single - , first ( study time with randomized ) was conducted to - the safety polyethylene tolerability , and pharmacokinetics of BCV administered at 10 @DRUG$ part ml in a tocopherol - polyethylene glycol succinate - , glycol 400 - @DRUG$ 50:40:10 solution .	This phase I , double- blind , randomized , placebo- controlled , two - part single - study ( first time with humans ) was conducted to determine the safety , tolerability , and pharmacokinetics of BCV administered at 10 @DRUG$ / ml in a tocopherol - polyethylene glycol succinate - polyethylene glycol 400 - @DRUG$ 50:40:10 solution .	This phase I study was conducted to determine the safety, tolerability, and pharmacokinetics of BCV administered at 10 @DRUG$/ml in a tocopherol-polyethylene glycol succinate-polyethylene glycol 400-@DRUG$ 50:40:10 solution	0
1	Although chronic @DRUG$ produces similar effects on brain arachidonic acid and @DRUG$ turnover, it does not alter phospholipase A(2) activity, suggesting that it targets a different enzyme in the turnover pathway.	Although chronic @DRUG$ produces similar effects on brainiac arachidonic acid and @DRUG$ turnover , it does not castrate phospholipase A ( 2 ) activity , suggesting that it targets a dissimilar enzyme in the turnover pathway .	Although chronic @DRUG$ produces similar effects on pathway arachidonic acid and @DRUG$ turnover , it does ( alter phospholipase A different 2 ) activity , suggesting that it targets a not enzyme in the turnover brain .	chronic @DRUG$ produces similar effects on brain arachidonic acid and @DRUG$ turnover , it does not alter A 2 ) activity , suggesting it targets a different enzyme in the turnover pathway .	Although chronic @DRUG$ produces similar effects on brain arachidonic acid and @DRUG$ turnover, it does not alter phospholipase A (2) activity, suggesting that it targets a different enzyme in the turnover pathway.	0
0	In vitro studies indicate that @DRUG$ has a high affinity for the human NK1 receptor of 0.66 nM and high selectivity over the human NK2 and NK3 subtypes of >1000-fold, @DRUG$ well as preferential affinity for human, guinea pig, gerbil and monkey NK1 receptors over rat, mouse and rabbit.	In vitro studies indicate that @DRUG$ has a high up affinity for the human being NK1 receptor of 0.66 nanometer and high up selectivity over the human being NK2 and NK3 subtypes of > 1000 - fold , @DRUG$ well as preferential affinity for human being , guinea pig bed , gerbille and monkey NK1 receptors over rat , mouse and rabbit .	In 1000 studies indicate mouse @DRUG$ has the high affinity for a human NK1 receptor of 0.66 nM NK1 high selectivity over the human pig and NK3 subtypes of > vitro - fold , @DRUG$ well as preferential affinity for human , guinea NK2 , gerbil and monkey and receptors over rat , that and rabbit .	In vitro studies indicate that @DRUG$ has a high affinity for the human receptor of 0.66 nM and high selectivity the human NK2 and NK3 of > 1000 - fold , @DRUG$ as preferential affinity for human , guinea pig , gerbil and monkey NK1 receptors over rat , mouse and rabbit .	@DRUG$ has a high affinity for the human NK1 receptor and a high selectivity over the human NK2 and NK3 subtypes. @DRUG$ also has a preferential affinity for human, guinea pig, gerbil, and monkey NK1 receptors over rat, mouse, and rabbit	0
0	Confirmed hypoglycemic AEs were reported in 0.5%, 1.8%, and 1.4% of patients receiving placebo, @DRUG$ 10 @DRUG$, and empagliflozin 25 mg, respectively.	Confirmed hypoglycemic AEs were describe in 0.5 % , 1.8 % , and 1.4 % of patient experience placebo , @DRUG$ 10 @DRUG$ , and empagliflozin 25 mg , respectively .	Confirmed hypoglycemic AEs were reported in 0.5 % , 1.8 % , and 1.4 @DRUG$ patients of receiving placebo , % 10 @DRUG$ , , empagliflozin 25 mg and respectively .	hypoglycemic AEs were reported 0.5 % , 1.8 % , and % of patients receiving , @DRUG$ 10 @DRUG$ , empagliflozin 25 , respectively .	Confirmed hypoglycemic AEs were reported in 0.5 % , 1.8 % , and 1.4 % of patients receiving placebo , @DRUG$ 10 @DRUG$ , and empagliflozin 25 mg , respectively ."DRUGA is associated with a higher	0
0	Small part of @DRUG$ is eliminated @DRUG$ metabolites.	little part of @DRUG$ is eliminated @DRUG$ metabolites .	of part Small @DRUG$ is eliminated @DRUG$ metabolites .	Small part of @DRUG$ is eliminated @DRUG$ metabolites .	Some of the @DRUG$ is eliminated as @DRUG$ metabolites .	0
0	CEM-101 was the most potent antimicrobial agent tested against L. pneumophila, with all @DRUG$ values at < or = 0.015 mg/@DRUG$ (telithromycin MIC90=0.03 mg/L).	CEM - one hundred one was the most potent disinfectant agent examine against L. pneumophila , with all @DRUG$ values at < or = 0.015 mg / @DRUG$ ( telithromycin MIC90=0.03 mg /L ) .	CEM - 101 was the most potent < agent tested against L. pneumophila , with at @DRUG$ values all antimicrobial or = 0.015 mg ( @DRUG$ / telithromycin MIC90=0.03 mg /L ) .	CEM - 101 was the most potent antimicrobial agent tested against L. pneumophila , with all @DRUG$ values at < or = 0.015 mg @DRUG$ ( telithromycin MIC90=0.03 mg /L ) .	The most potent antimicrobial agent against L. pneumophila was CEM - 101, with all @DRUG$ values at < or = 0.015 mg / @DRUG$ ( telithromycin MIC90=0.03 mg /L ) .	0
0	Clinically used compounds such as acetazolamide, methazolamide, ethoxzolamide, dorzolamide, @DRUG$, topiramate, zonisamide, celecoxib, and @DRUG$ were less effective hCA III inhibitors, with affinities in the range of 154-2200 microM.	clinically used compounds such as acetazolamide , methazolamide , ethoxzolamide , dorzolamide , @DRUG$ , topiramate , zonisamide , celecoxib , and @DRUG$ were lupus erythematosus efficient hCA III inhibitors , with affinities in the range of 154-2200 microM .	Clinically used compounds such as acetazolamide , methazolamide and topiramate , dorzolamide , @DRUG$ , ethoxzolamide , zonisamide , , , celecoxib @DRUG$ were less effective hCA III inhibitors , with affinities in the range of 154-2200 microM .	Clinically used compounds as acetazolamide , methazolamide , ethoxzolamide , dorzolamide , @DRUG$ , , zonisamide , celecoxib , and @DRUG$ were less effective hCA III inhibitors , with affinities in range of 154-2200 microM .	Clinically used compounds such as acetazolamide, methazolamide, ethoxzolamide, dorzolamide, @DRUG$, topiramate, zonisamide, celecoxib, and @DRUG$ were less effective hCA III inhibitors, with affin	0
0	Both plasma @DRUG$ and @DRUG$ concentrations are increased in patients with renal dysfunction, probably as a result of an impairment in their metabolic, but not urinary, clearance.	Both plasma @DRUG$ and @DRUG$ concentrations are increased in patient with renal disfunction , probably as a result of an impairment in their metabolic , but not urinary , headroom .	Both plasma @DRUG$ dysfunction @DRUG$ concentrations are increased in patients with renal and , probably as a not of an impairment in their metabolic , but clearance urinary , result .	Both plasma @DRUG$ and @DRUG$ concentrations are increased in patients with renal dysfunction , probably as result of an impairment in metabolic but not urinary , clearance .	Both plasma @DRUG$ and @DRUG$ concentrations are increased in patients with renal dysfunction, probably because their impaired metabolism causes them to accumulate in the blood.	0
0	In a double-blind, randomized, placebo-controlled, European, multinational study, 125 patients in whom revascularization was not considered to be a suitable option, presenting with nonhealing ulcer(s), were randomized to receive eight intramuscular injections of placebo or 2.5 ml of @DRUG$ at 0.2 mg/ml on days 1, 15, 30, and 45 (total 16 mg: 4 x 4 @DRUG$).	In a double- subterfuge , randomise , placebo-controlled , European , transnational study , 125 patients in whom revascularization was not considered to be a desirable alternative , presenting with nonhealing ulcer ( s ) , were randomise to receive eight intramuscular injections of placebo or 2.5 ml of @DRUG$ at 0.2 mg / ml on days 1 , 15 , 30 , and 45 ( tote up 16 mg : quaternity x quaternity @DRUG$ ) .	In a placebo-controlled blind , randomized , double- , European , multinational study , 125 patients in whom revascularization was not considered to be a suitable option , placebo with nonhealing were ( s ) , ulcer ml to receive eight intramuscular injections of 15 or 2.5 ml of @DRUG$ at 0.2 mg / randomized on days 1 , presenting , 30 , and 45 ( total 16 mg : 4 x 4 @DRUG$ ) .	In a double- blind , randomized , placebo-controlled , European , multinational study , 125 patients in whom revascularization was considered to be a suitable option , presenting nonhealing ( s ) were to receive eight intramuscular injections of placebo or 2.5 ml of @DRUG$ at 0.2 mg / ml on days 1 , 15 , 30 and 45 total 16 mg : 4 x 4 @DRUG$ ) .	In a study, 125 patients were given either placebo or @DRUG$. DRUGA was found to be more effective than placebo in helping to heal nonhealing ulcers.	1
0	aeruginosa is anticipated or documented, treatment with @DRUG$-@DRUG$ should include an aminoglycoside to reduce the likelihood of the emergency of resistant organisms during therapy.	aeruginosa is anticipated or documented , treatment with @DRUG$ - @DRUG$ should include an aminoglycoside to reduce the likelihood of the pinch of resistant being during therapy .	aeruginosa is anticipated to documented , treatment with @DRUG$ likelihood @DRUG$ should include an aminoglycoside or reduce the - of the emergency of resistant organisms during therapy .	aeruginosa is anticipated or documented treatment with @DRUG$ - @DRUG$ should include an aminoglycoside to reduce the likelihood of the emergency of organisms during therapy .	If you are treating an infection caused by Pseudomonas aeruginosa, you should use an aminoglycoside to reduce the likelihood of the emergence of resistant organisms during therapy.	1
0	@DRUG$ showed the lowest MIC(50)/@DRUG$(90 )values in the producing strains, whereas cefditoren, cefotaxime and ceftriaxone in the non-producers.	@DRUG$ showed the lowest MIC ( 50 ) / @DRUG$ ( 90 ) values in the producing melodic line , whereas cefditoren , cefotaxime and rocephin in the non-producers .	@DRUG$ showed the lowest in ( 50 ) / @DRUG$ , 90 ) values in the producing strains ( whereas cefditoren , cefotaxime and ceftriaxone MIC the non-producers .	@DRUG$ showed the lowest MIC ( 50 ) / @DRUG$ ( 90 ) values in the producing strains , whereas cefditoren , and ceftriaxone non-producers .	The strains that produce @DRUG$ have a lower MIC (minimum inhibitory concentration) for DRUGA than for cefditoren, cefotaxime, and ceftriaxone.	1
0	@DRUG$ (CBDV) and cannabidiol (CBD) have recently emerged among cannabinoids for their potential antiepileptic properties, @DRUG$ shown in several animal models.	@DRUG$ ( CBDV ) and cannabidiol ( CBD ) have recently emerged among cannabinoids for their potential anticonvulsant properties , @DRUG$ shown in several fauna models .	@DRUG$ ( CBDV ) and cannabidiol ( potential ) models recently emerged among cannabinoids for their CBD antiepileptic properties , @DRUG$ shown in several animal have .	@DRUG$ ( CBDV ) and cannabidiol ( CBD ) recently emerged among cannabinoids for their potential antiepileptic properties , @DRUG$ shown in several animal models .	@DRUG$ ( CBDV ) and cannabidiol ( CBD ) are two cannabinoids that have been shown to have potential antiepileptic properties in animal models.	1
0	@DRUG$ accomplishes several functions @DRUG$ a transmitter in the central nervous system (CNS).	@DRUG$ accomplishes several functions @DRUG$ a transmitter in the central neural system ( CNS ) .	@DRUG$ accomplishes several functions @DRUG$ a transmitter in system central nervous the ( CNS ) .	@DRUG$ accomplishes functions @DRUG$ transmitter in the central system ( CNS ) .	@DRUG$ is a drug that accomplishes several functions, one of which is that it is a transmitter in the central nervous system.	1
1	Thus, this study was conducted to investigate and compare the effects of metformin and an oral contraceptive containing drospirenone on menstrual pattern, body mass index, serum @DRUG$ levels, and @DRUG$ sulfate (DHEAS) levels at baseline to 6 months of therapy in the treatment groups.	Thus , this study was conducted to investigate and compare the impression of glucophage and an oral contraceptive containing drospirenone on menstrual pattern , body mass forefinger , serum @DRUG$ levels , and @DRUG$ sulfate ( DHEAS ) levels at service line to 6 calendar month of therapy in the treatment groups .	Thus , this study therapy conducted to investigate and compare the of of metformin and an oral contraceptive containing drospirenone on menstrual pattern , at mass was , serum @DRUG$ levels , ) @DRUG$ sulfate ( DHEAS and levels body baseline to 6 months effects index in the treatment groups .	Thus , this study was to investigate and compare the effects metformin and an oral contraceptive containing drospirenone menstrual pattern , body mass , serum @DRUG$ levels , and @DRUG$ sulfate ( DHEAS ) levels at baseline to 6 months of therapy the treatment groups .	Metformin and an oral contraceptive containing drospirenone were found to have similar effects on menstrual pattern, body mass index, serum @DRUG$ levels, and @DRUG$ sulfate levels at baseline to 6 months of therapy.	0
0	QT/QTc study conducted in Japanese adult healthy subjects: a novel @DRUG$ oxidase inhibitor @DRUG$ was not associated with QT prolongation.	QT / QTc analyze conducted in Japanese adult healthy subjects : a fresh @DRUG$ oxidase inhibitor @DRUG$ was not associated with QT prolongation .	QT / QTc study was in Japanese adult healthy novel : a subjects @DRUG$ oxidase inhibitor @DRUG$ conducted not associated with QT prolongation .	QT / QTc study conducted in Japanese adult healthy subjects : a novel @DRUG$ oxidase inhibitor @DRUG$ was associated with QT prolongation .	A novel @DRUG$ oxidase inhibitor (@DRUG$) was not associated with QT prolongation.	0
0	Distribution volumes of the central compartment of TA and OH-@DRUG$-ester were 1.49 l/kg and 0.11 @DRUG$/kg, respectively.	dispersion volumes of the central compartment of TA and OH - @DRUG$ - ester were 1.49 l/ kg and 0.11 @DRUG$ / kg , severally .	Distribution volumes and the central compartment of TA of OH were @DRUG$ - ester - 1.49 l/ kg and 0.11 @DRUG$ / kg , respectively .	Distribution volumes of the central compartment of TA and - @DRUG$ - ester were 1.49 kg and 0.11 @DRUG$ / kg , respectively .	For every 1 kg of @DRUG$, there is 149 liters of central compartment volume for TA, and 11 liters of central compartment volume for @DRUG$.	0
0	Following 75 g of oral @DRUG$ in four normal patients, plasma D-tag levels rose to a mean peak level of 3.6 @DRUG$/dl at 90 min.	Following  g of oral @DRUG$ in iv normal patients , plasma D-tag levels rose to a mean peak level of 3.6 @DRUG$ / dl at 90 min .	Following 75 g of levels @DRUG$ in four normal patients , plasma D-tag oral rose to a mean 3.6 level of peak @DRUG$ / dl at 90 min .	Following 75 g of oral @DRUG$ in four normal patients , plasma D-tag levels rose to a mean level of 3.6 @DRUG$ / dl at 90 min .	After taking @DRUG$, the level of @DRUG$ in your blood will rise to a peak level of 3.6 units per liter within 90 minutes.	0
0	On the other hand, the results of inhibition studies showed significant decrease of ethylmorphine or aminopyrine as well @DRUG$ monensin demethylation in the presence of @DRUG$.	On the other hand , the results of prohibition studies showed significant decrease of ethylmorphine or amidopyrine as well @DRUG$ monensin demethylation in the presence of @DRUG$ .	On the other hand , the results of inhibition monensin aminopyrine significant decrease of ethylmorphine or showed as well @DRUG$ studies demethylation in the presence of @DRUG$ .	On the hand , the results of studies showed significant decrease of ethylmorphine or aminopyrine as well @DRUG$ monensin demethylation the presence of @DRUG$ .	On the other hand, the results of inhibition studies showed that the presence of @DRUG$ significantly decreases the amount of ethylmorphine or aminopyrine that is metabolized by @DRUG$, as well as the amount of DRUGA that is metabolized by demethylation.	0
0	Kidney slices similarly convert F much faster to E than 9 alpha FF to 9 alpha FE; conversely, renal 11 beta-reduction of 9 alpha FE to 9 alpha FF is much more effective than that of E to F. Kinetic analyses in human kidney cortex microsomes prove that the preference of fluorinated steroids for reduction in human kidney slices is catalyzed by 11 beta-HSD type II: the NADH-dependent conversion of 11-dehydro-@DRUG$ (DH-@DRUG$), another fluorinated steroid, to dexamethasone (D) is very effective (high affinity, high Vmax), whereas reduction of E to F is very slow.	Kidney cut similarly convert F much faster to E than 9 alpha FF to 9 alpha FE ; conversely , renal  beta-reduction of 9 alpha FE to 9 alpha FF is much more effective than that of E to F. energising analyses in human kidney cortex microsome prove that the preference of fluorinated steroids for reduction in human kidney cut is catalyzed by  beta- HSD type deuce : the NADH - dependent spiritual rebirth of  - dehydro - @DRUG$ ( DH - @DRUG$ ) , some other fluorinated sex hormone , to dexamethasone intensol ( ergocalciferol ) is very effective ( high affinity , high Vmax ) , whereas reduction of E to F is very dense .	Kidney slices similarly convert F - faster to E than 9 alpha FF of 9 alpha FE ; conversely , renal 11 beta-reduction of 9 alpha 11 to 9 alpha FF is steroids more effective than that human E to F. Kinetic analyses in human kidney cortex microsomes prove that the preference of fluorinated much for dexamethasone dependent - kidney slices is catalyzed by FE beta- HSD type ( : the NADH - in conversion of 11 to dehydro much @DRUG$ II DH - @DRUG$ ) , another fluorinated E , to reduction ( D ) reduction very effective ( high affinity , high Vmax ) , whereas is of steroid to F is very slow .	Kidney slices similarly convert F much faster to E than 9 alpha FF to 9 FE ; conversely , renal 11 beta-reduction of 9 alpha FE to 9 alpha FF is much more effective than that of E to F. Kinetic analyses in human kidney cortex microsomes prove that the preference of fluorinated steroids for reduction in human slices is catalyzed by beta- HSD II : the NADH - dependent conversion of dehydro - @DRUG$ DH - @DRUG$ ) , fluorinated steroid , to dexamethasone D ) is very effective ( high affinity , high Vmax ) , reduction of E F is very slow .	Kidney slices convert F much faster to E than 9 alpha FF to 9 alpha FE ; conversely , renal 11 beta-reduction of 9 alpha FE to 9 alpha FF is much more effective than that of E to F. Kinetic analyses in human kidney cortex microsomes prove that the preference	1
0	The direct effect of @DRUG$ @DRUG$ an inhibitor might play a more important role in toxicity than its putative effect as a chemical inducer of CYP3A enzymes.	The direct effect of @DRUG$ @DRUG$ an inhibitor might play a more important function in toxicity than its putative effect as a chemical persuader of CYP3A enzymes .	The direct effect of @DRUG$ @DRUG$ an inhibitor might play as more important role in toxicity than its putative effect chemical a a inducer of CYP3A enzymes .	The direct effect of @DRUG$ @DRUG$ an inhibitor might play a more important role in toxicity than its putative effect as a chemical inducer of CYP3A enzymes .	@DRUG$ can directly inhibit the activity of @DRUG$, which may play a more important role in toxicity than its putative effect as a chemical inducer of CYP3A enzymes.	0
0	CEM-101 was the most potent antimicrobial agent tested against L. pneumophila, with all MIC values at < or = 0.015 @DRUG$/L (telithromycin MIC90=0.03 mg/@DRUG$).	CEM - one hundred one was the most potent antimicrobial agentive role test against L. pneumophila , with all MIC values at < or = 0.015 @DRUG$ / L ( telithromycin MIC90=0.03 mg / @DRUG$ ) .	CEM - 101 was the most potent antimicrobial values tested against L. pneumophila , MIC90=0.03 all MIC agent at ) or = 0.015 @DRUG$ / L ( telithromycin with mg / @DRUG$ < .	CEM - 101 was the most potent antimicrobial agent against L. pneumophila with all values at < or = 0.015 @DRUG$ / L ( telithromycin MIC90=0.03 mg / @DRUG$ ) .	CEM - 101 was the most potent antimicrobial agent tested against L. pneumophila , with all MIC values at < or = 0.015 @DRUG$ / L ( telithromycin MIC90=0.03 mg / @DRUG$ ) ."DRUGA is more	0
0	On the basis of LC-MS/MS-ES (external standard) measurements, liver @DRUG$ residues in sheep were 29.3, 1.5, 0.13, and 0.10 @DRUG$/g after 0, 2, 5, and 9 day withdrawal periods, respectively; kidney residues were 29.6, 1.10, and 0.09 ng/g and below the detection limit; and muscle residues were 13.3, 0.86, 0.12, and 0.08 ng/g at the same respective withdrawal periods.	On the basis of LC - metre / MS-ES ( external stock ) measurement , liver @DRUG$ residues in sheep were 29.3 , 1.5 , 0.13 , and 0.10 @DRUG$ / g after 0 , 2 , little phoebe , and 9 day drug withdrawal period of time , severally ; kidney residues were 29.6 , 1.10 , and 0.09 ng / g and below the detection set ; and muscle residues were 13.3 , 0.86 , 0.12 , and 0.08 ng / g at the same respective drug withdrawal period of time .	On the basis of LC - MS / MS-ES ( external standard ) measurements ng liver @DRUG$ residues in 1.10 were 29.3 , 1.5 , 0.13 , and 0.10 @DRUG$ / g after 0 , the , 5 , and 9 day withdrawal periods withdrawal respectively ; kidney 29.6 were residues , sheep 0.86 and 0.09 , / g and below the detection limit ; and respective residues were 13.3 , , , 0.12 , and 0.08 ng / g at 2 same muscle , periods .	On the of LC - MS / MS-ES ( external standard ) measurements , liver @DRUG$ residues in sheep were 29.3 , 1.5 , 0.13 , and 0.10 @DRUG$ / g after 0 , 2 , 5 , and 9 day withdrawal periods respectively residues were 29.6 , 1.10 , and 0.09 ng / g and below the detection limit ; and muscle residues were , 0.86 , 0.12 , and 0.08 ng / g at same respective withdrawal periods .	Liver residues of @DRUG$ were 29.3 @DRUG$ / g after 0 , 2 , 5 , and 9 day withdrawal periods , respectively ; kidney residues were 29.6 , 1.10 , and 0.09 ng / g and below the detection limit ; and muscle residues were 13	0
0	The April 2017 monograph topics are deflazacort, @DRUG$, delafloxacin, oxymetazoline hydrochloride 1% cream, and @DRUG$.	The April 2017 monograph topics are deflazacort , @DRUG$ , delafloxacin , oxymetazoline hydrochloride single % bat , and @DRUG$ .	The April topics monograph 2017 are deflazacort , @DRUG$ and delafloxacin , oxymetazoline hydrochloride 1 % cream , , @DRUG$ .	The April 2017 topics are deflazacort , @DRUG$ , delafloxacin , oxymetazoline hydrochloride 1 cream , and @DRUG$ .	Deflazacort is a drug that is related to (or has the same effects as) glucocorticoids, which are a type of steroid hormone. Delafloxacin is a drug that is related to (or has the same effects as) quinolone antibiotics	1
1	Role of urate, @DRUG$ oxidase and the effects of @DRUG$ in vascular oxidative stress.	Role of urate , @DRUG$ oxidase and the effects of @DRUG$ in vascular oxidative focus .	Role of urate , @DRUG$ oxidase and the effects vascular @DRUG$ in of oxidative stress .	Role of urate , @DRUG$ oxidase and the effects of @DRUG$ in vascular oxidative stress .	URATE is a key factor in the relationship between @DRUG$ and @DRUG$, and DRUGA oxidase is responsible for the effects of DRUGB on vascular oxidative stress.	0
0	@DRUG$ (glycyl-@DRUG$-histidyl-L-lysine) is present in human plasma, saliva, and urine but declines with age.	@DRUG$ ( glycyl-@DRUG$ -histidyl-L-lysine ) is award in human plasma , spittle , and urine but declines with age .	@DRUG$ ( glycyl-@DRUG$ -histidyl-L-lysine ) is saliva in human plasma , present , and urine but with declines age .	@DRUG$ ( glycyl-@DRUG$ -histidyl-L-lysine ) is present in human plasma , saliva , but declines with age .	@DRUG$ is present in human plasma, saliva, and urine but declines with age.	1
0	After a 5 h incubation, 33 mM gamma-@DRUG$-glutamyl-@DRUG$ was obtained, the conversion rate being 66%.	afterward a 5 h incubation , 33 mM gamma-@DRUG$ - glutamyl-@DRUG$ was obtained , the conversion pace being 66 % .	After a 5 h incubation , 33 the gamma-@DRUG$ - , was obtained glutamyl-@DRUG$ mM conversion rate being 66 % .	After a 5 h incubation , 33 mM - glutamyl-@DRUG$ was obtained the conversion rate being % .	After a 5 h incubation, 33 mM gamma-@DRUG$ - glutamyl-@DRUG$ was obtained, the conversion rate being 66%.	0
0	With GABA transport mechanisms as pharmacological targets, strategies for pharmacological interventions with the purpose of stimulating GABA neurotransmission seem to be (1) effective blockade of neuronal as well @DRUG$ glial @DRUG$ uptake in order to enhance the inhibitory effects of synaptically released GABA, or (2) selective blockade of glial GABA uptake in order to increase the amount of GABA taken up into, and subsequently released from, nerve terminals.	With GABA transport mechanism as pharmacological aim , strategies for pharmacological interventions with the purpose of stimulating GABA neurotransmission appear to be ( 1 ) effective blockade of neuronal as well @DRUG$ glial @DRUG$ uptake in order to raise the repressive burden of synaptically released GABA , or ( 2 ) selective blockade of glial GABA uptake in order to increase the amount of GABA taken up into , and subsequently released from , heart terminals .	With GABA transport mechanisms as pharmacological well , strategies for pharmacological interventions taken ) purpose of stimulating GABA neurotransmission seem to be ( 1 ) effective in of neuronal as targets @DRUG$ glial @DRUG$ uptake in order of enhance with inhibitory GABA of synaptically released GABA , or ( 2 the selective blockade of glial GABA uptake blockade order to increase the amount to effects the up into , and subsequently released from , nerve terminals .	With GABA transport mechanisms as targets strategies for pharmacological interventions with the purpose of stimulating GABA neurotransmission to be ( 1 ) effective blockade of neuronal as well @DRUG$ glial @DRUG$ uptake in order to enhance the effects synaptically released GABA or ( 2 selective blockade of glial GABA uptake in order to increase the amount of GABA taken up into , and subsequently released from , nerve terminals .	1) Blocking neuronal and glial uptake of @DRUG$ can increase the effects of GABA released from synapses.2) Blocking glial uptake of GABA can increase the amount of GABA taken up into nerve terminals.	1
0	Empagliflozin, a sodium @DRUG$ @DRUG$-transporter 2 inhibitor, in the treatment of type 1 diabetes.	Empagliflozin , a sodium @DRUG$ @DRUG$ - transporter 2 inhibitor , in the discussion of type 1 diabetes .	Empagliflozin , a sodium @DRUG$ @DRUG$ - transporter treatment inhibitor , in the 2 of type 1 diabetes .	Empagliflozin , a sodium @DRUG$ @DRUG$ - transporter 2 inhibitor , in the treatment of type 1 diabetes .	Empagliflozin is a drug that inhibits the sodium transporter 2, and is used in the treatment of type 1 diabetes.	1
1	@DRUG$, dolasetron and its major metabolite are pure 5-HT3 antagonists, while @DRUG$ and tropisetron are weak antagonists at the 5-HT4 receptor.	@DRUG$ , dolasetron and its john major metabolite are pure 5 - HT3 antagonists , while @DRUG$ and tropisetron are weak antagonists at the 5 - HT4 sense organ .	@DRUG$ , dolasetron - its major metabolite are pure 5 and HT3 antagonists , while @DRUG$ 5 tropisetron are weak antagonists at the and - HT4 receptor .	@DRUG$ , dolasetron and its major metabolite are pure - HT3 antagonists while @DRUG$ and tropisetron are weak antagonists at the 5 HT4 receptor .	@DRUG$ is a pure 5 - HT3 antagonist, while @DRUG$ is a weak antagonist at the 5 - HT4 receptor.	0
0	While sharing a similar mechanism of action and spectrum of activity with other glycopeptides, dalbavancin has demonstrated in vitro and in vivo bactericidal potency superior to that of @DRUG$, @DRUG$, and other commonly used antimicrobials.	While sharing a similar mechanics of action and spectrum of activity with other glycopeptides , dalbavancin has demonstrated in vitro and in vivo bactericidal potency higher ranking to that of @DRUG$ , @DRUG$ , and other commonly used antimicrobial .	While sharing a similar mechanism vitro action and spectrum of activity with other glycopeptides , dalbavancin has demonstrated in used and in that bactericidal potency superior to vivo of @DRUG$ , @DRUG$ , and other commonly of antimicrobials .	While sharing a similar mechanism of action and spectrum of activity with other glycopeptides , dalbavancin has demonstrated in vitro and in vivo bactericidal potency superior to that @DRUG$ , @DRUG$ , and other commonly used antimicrobials .	Dalbavancin is more effective than other glycopeptides in killing bacteria, both in vitro (in a lab setting) and in vivo (in a living organism).	1
0	This was a randomized, two-way, cross-over, open-label, single-site phase I clinical trial, in 24 healthy volunteers who received triflusal @DRUG$ 600 mg oral solution and as two 300 @DRUG$ capsules in a single administration separated by a washout period of at least 17 days.	This was a randomized , two -way , cross-over , open- label , single - site phase I clinical trial , in 24 healthy unpaid worker who received triflusal @DRUG$ 600 atomic number  oral solution and as two 300 @DRUG$ capsules in a single administration separated by a wash period of at to the lowest degree  days .	, was a randomized This two a , site , open- label , single - cross-over days I clinical trial , in 24 healthy volunteers who received triflusal @DRUG$ 600 mg oral solution and as two 300 @DRUG$ capsules in -way single administration separated by a washout period of 17 least at phase .	This a randomized , two -way , , open- label , single - site phase I clinical , in 24 healthy volunteers who received triflusal @DRUG$ 600 mg oral solution and as two 300 @DRUG$ capsules in a single administration separated by a period of at least 17 days .	This was a randomized study in which 24 healthy volunteers received triflusal (@DRUG$) in the form of a 600 mg oral solution and as two 300 mg capsules (@DRUG$) in a single administration, separated by a washout period of at least 17 days.	0
0	Sulfamethoxazole (25.9%), N-acetylsulfamethoxazole (46.6%), trimethoprim (22.9%), and @DRUG$ (1.4%) were the main chemicals from human sources, while sulfamonomethoxine, sulfamethazine, sulfaquinoxaline, sulfaguanidine, sulfadiazine, sulfanilamide, and @DRUG$ were dominant in the animal husbandry sources, specifically, swine and poultry farms, and sulfamethoxazole (91%) was dominant in the mariculture source.	Sulfamethoxazole ( 25.9 % ) , N-acetylsulfamethoxazole ( 46.6 % ) , trimethoprim ( 22.9 % ) , and @DRUG$ ( 1.4 % ) were the master chemicals from homo generator , while sulfamonomethoxine , sulfamethazine , sulfaquinoxaline , sulfaguanidine , sulfadiazine , sulfanilamide , and @DRUG$ were dominant in the animal farming generator , specifically , swine and fowl farm , and gantanol ( 91 % ) was dominant in the mariculture source .	Sulfamethoxazole ( 25.9 % ) , husbandry ( 46.6 % ) , N-acetylsulfamethoxazole , was % ) ( and @DRUG$ ( 1.4 % ) were sulfaguanidine main chemicals from human sources , while sulfamonomethoxine , sulfamethazine and sulfaquinoxaline , the , sulfadiazine , sulfanilamide , and @DRUG$ were dominant in the % trimethoprim sources , specifically , swine and poultry farms , , sulfamethoxazole ( 91 animal ) 22.9 dominant in the mariculture source .	Sulfamethoxazole ( 25.9 % ) , N-acetylsulfamethoxazole 46.6 ) , trimethoprim 22.9 % , and @DRUG$ ( 1.4 % ) the chemicals from human sources , while sulfamonomethoxine , sulfamethazine , sulfaquinoxaline , sulfaguanidine , sulfadiazine , sulfanilamide , and @DRUG$ dominant in the animal husbandry , specifically , swine and poultry farms and sulfamethoxazole 91 % ) was dominant in the source .	Sulfamethoxazole ( 25.9 % ) , N-acetylsulfamethoxazole ( 46.6 % ) , trimethoprim ( 22.9 % ) , and @DRUG$ ( 1.4 % ) were the main chemicals from human sources	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, @DRUG$, pramlintide acetate; @DRUG$, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This take focuses on the conform to draw out of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , dejection - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , zip ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( trigger off ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ace - 1018 ; Lasofoxifene tartrate , brocadopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa -  b , phVEGF - A165 , @DRUG$ , pramlintide ethanoate ; @DRUG$ , rimonabant hydrochloride ; Satraplatin , St. John's wort draw out , sunitinib malate ; tadalafil , tanaproget , taxus , tiotropium platitude , treprostinil atomic number  ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following , iodine ) desloratadine AAV - NGFbeta , aprepitant , aripiprazole atomoxetine , hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - of , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , , alfa escitalopram darifenacin ; efalizumab Ximelagatran , Dexamet , drospirenone selection drospirenone / ethinylestradiol , drotrecogin alfa ( vardenafil ) Zileuton duloxetine hydrochloride , dutasteride ; Ecogramostim , , , ertapenem sodium , , oxalate , eszopiclone - Fenretinide ; Gefitinib , nesiritide , ghrelin ( human drugs ; hMaxi -K , human acetate vaccine ; Imatinib mesylate , indiplon , 214662 ( i131 ) tositumomab , irofulven , ISS ; 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; - ditriflutate , gestodene hydrobromide Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa Nemifitide 2 b , Tadalafil - A165 darbepoetin @DRUG$ , pramlintide papillomavirus ; @DRUG$ , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; phVEGF , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , activated hydrochloride hydrate ; : ; , .	issue focuses on the following selection of drugs : AAV - NGFbeta , aprepitant aripiprazole , atomoxetine hydrochloride ; , - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone , , cetuximab , ciclesonide clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; tartrate levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , ; Omalizumab ; Pegfilgrastim , peginterferon alfa - , peginterferon - 2 b , phVEGF - A165 , @DRUG$ , pramlintide acetate @DRUG$ , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; ; Zileuton	@DRUG$ is a drug that is used in combination with @DRUG$.	0
0	In all tumor models tested thus far, including human tumor xenografts growing in nude mice and a syngeneic rat tumor model, BIBF 1120 is highly active at well-tolerated doses (25-100 mg/kg daily @DRUG$.o.), @DRUG$ measured by magnetic resonance imaging of tumor perfusion after 3 days, reducing vessel density and vessel integrity after 5 days, and inducing profound growth inhibition.	indiana all tumor mannequin tested olibanum far , including human tumor xenografts growing in nude mice and a syngeneic rat tumor model , BIBF 1120 is highly active voice at easily - brook doses ( 25 - c mg / kg daily @DRUG$ .o. ) , @DRUG$ measured by magnetic resonance imaging of tumor perfusion after 3 days , reducing vessel density and vessel integrity after 5 days , and inducing profound growth inhibition .	In all tumor magnetic tested thus far , including profound resonance xenografts growing in nude mice and a syngeneic rat tumor model , BIBF 1120 is highly active at well density tolerated doses - 25 - 100 mg / kg daily @DRUG$ .o. ) , @DRUG$ measured by models tumor imaging of vessel perfusion , 3 days after reducing vessel ( and tumor integrity after 5 days , and inducing human growth inhibition .	In all tumor models tested thus far , including human tumor xenografts growing in nude mice and rat model , BIBF 1120 is highly active at well - tolerated doses ( 25 - mg / kg daily @DRUG$ .o. ) , @DRUG$ measured by magnetic resonance imaging of tumor perfusion after 3 days , reducing vessel density and vessel after 5 , and inducing profound .	BIBF 1120 is highly active at well-tolerated doses (25-100 mg/kg daily), reducing vessel density and vessel integrity after 5 days, and inducing profound growth inhibition.	1
0	Twenty-two currently marketed antituberculosis drugs were comprehensively evaluated for their inhibitory effect on organic anionic transporter (OAT)- and organic cation transporter (OCT)-mediated uptake using stably transfected HEK293 cells in vitro We observed moderate to strong inhibitory effects on OAT1- and OAT3-mediated @DRUG$ (PAH) uptake and OCT1- and OCT2-mediated N-methyl-4-phenylpylidinium acetate (@DRUG$+) uptake.	twenty dollar bill - two presently marketed antituberculosis drug were comprehensively evaluated for their inhibitory effect on constituent non ionic detergent transporter ( OAT ) - and constituent cation transporter ( OCT ) - mediated intake using stably transfected HEK293 cells in vitro We honor moderate to strong inhibitory effects on OAT1 - and OAT3 - mediated @DRUG$ ( PAH ) intake and OCT1 - and OCT2 - mediated N-methyl - 4 - phenylpylidinium acetate ( @DRUG$ + ) intake .	Twenty to two currently OCT1 antituberculosis drugs were comprehensively evaluated for their inhibitory effect on organic moderate transporter ( OAT ) - and organic cation transporter ( cells ) - mediated uptake using observed transfected HEK293 OCT - vitro We stably anionic in strong inhibitory effects on OAT1 - and OAT3 - mediated @DRUG$ ( PAH ) uptake and marketed - and OCT2 phenylpylidinium mediated N-methyl - 4 - - acetate ( @DRUG$ + ) uptake .	Twenty - two currently antituberculosis drugs were comprehensively for their inhibitory effect on organic anionic transporter ( OAT ) - and organic cation transporter ( ) - mediated uptake using stably HEK293 vitro We moderate to strong inhibitory effects on OAT1 - and OAT3 - mediated ( PAH ) uptake OCT1 - and OCT2 - mediated N-methyl - 4 phenylpylidinium acetate ( @DRUG$ ) uptake .	We observed moderate to strong inhibitory effects on OAT1 - and OAT3 - mediated @DRUG$ ( PAH ) uptake and OCT1 - and OCT2 - mediated N-methyl - 4 - phenylpylidinium acetate ( @DRUG$ + ) uptake .	0
0	Moreover, it summarizes the characteristics of next-generation NNRTIs: @DRUG$, GSK 2248761, RDEA806, BILR 355 BS, calanolide A, @DRUG$, MK-1439 and MK-6186.	Moreover , it sum the characteristics of next-generation nnrti : @DRUG$ , GSK 2248761 , RDEA806 , BILR 355 boron , calanolide A , @DRUG$ , MK -1439 and MK-6186 .	355 , MK summarizes the characteristics of next-generation NNRTIs : @DRUG$ , GSK 2248761 , RDEA806 A BILR Moreover BS , calanolide , , @DRUG$ , it -1439 and MK-6186 .	Moreover , it summarizes the characteristics next-generation : @DRUG$ GSK 2248761 , RDEA806 , 355 BS , calanolide A , @DRUG$ MK -1439 and .	Next-generation NNRTIs include @DRUG$, GSK 2248761, RDEA806, BILR 355 BS, calanolide A, @DRUG$, MK-1439 and MK-6186.	0
0	@DRUG$ with all new antibiotics, because of the risk of selecting for resistant organisms, use of @DRUG$ should be reserved for infections in which a multidrug-resistant gram-negative organism, polymicrobial infection, or Pseudomonas aeruginosa is suspected.	@DRUG$ with all novel antibiotics , because of the risk of selecting for resistant organisms , use of @DRUG$ should be reserved for transmission in which a multidrug -resistant gram negative organism , polymicrobial infection , or Pseudomonas aeruginosa is distrust .	@DRUG$ with , in antibiotics , because of infection risk of selecting for resistant organisms all use of @DRUG$ should be reserved gram-negative infections new which a multidrug -resistant for organism , polymicrobial the , or Pseudomonas aeruginosa is suspected .	@DRUG$ with all new antibiotics , because of the of selecting for resistant organisms , use of @DRUG$ should reserved for infections in which a multidrug -resistant organism , polymicrobial infection , or Pseudomonas aeruginosa is suspected .	@DRUG$ should be used with all new antibiotics, because of the risk of selecting for resistant organisms. However, @DRUG$ should be reserved for infections in which a multidrug-resistant gram-negative organism, polymicrobial infection, or Pseudomonas aeruginosa is suspected	0
0	Compared to all-trans @DRUG$ (ATRA), a natural retinoid indicated for a first-line treatment of APL, tamibarotene is chemically more stable and several times more potent @DRUG$ an inducer of differentiation in promyelocytic leukemia cells.	Compared to all- trans @DRUG$ ( ATRA ) , a cancel retinoid designate for a first-line discourse of APL , tamibarotene is chemically more stable and several times more potent @DRUG$ an inducer of specialisation in promyelocytic leukemia cells .	several to all- trans @DRUG$ natural ATRA , ) chemically ( retinoid indicated for a first-line treatment of APL , tamibarotene is a more stable and Compared times more potent @DRUG$ an inducer of differentiation in promyelocytic leukemia cells .	Compared to all- @DRUG$ ( ) , a natural retinoid for a first-line of , tamibarotene is chemically stable and several times more potent @DRUG$ an inducer of differentiation in promyelocytic leukemia cells	Compared to all- trans @DRUG$ ( ATRA ) , tamibarotene is a more stable and more potent inducer of differentiation in promyelocytic leukemia cells .	1
0	Tested up to a concentration of 10-4 @DRUG$, tianeptine did neither inhibit the [3H]@DRUG$ uptake into mouse striatal synaptosomes nor compete in vitro with the specific binding of [3H]WIN 35,428 at dopamine transporters from striatal membranes.	Tested up to a concentration of 10 - 4 @DRUG$ , tianeptine did neither inhibit the [ 3H ] @DRUG$ uptake into shiner striatal synaptosomes nor compete in vitro with the specific binding of [ 3H ] come through 35,428 at dopamine transporter from striatal tissue layer .	Tested up to a concentration striatal 10 - 4 @DRUG$ , did tianeptine neither inhibit the [ 3H ] @DRUG$ uptake into mouse striatal synaptosomes dopamine compete in vitro with the specific binding of [ 3H ] 35,428 WIN at nor transporters from of membranes .	Tested up to a concentration 10 - 4 @DRUG$ , tianeptine did neither inhibit the [ 3H ] @DRUG$ uptake into mouse synaptosomes compete in vitro with the specific binding of [ ] WIN 35,428 dopamine transporters from striatal membranes .	Tianeptine does not inhibit the uptake of @DRUG$ into mouse striatal synaptosomes, nor does it compete with the specific binding of WIN 35,428 at dopamine transporters from striatal membranes.	1
1	Metabolites of @DRUG$ and fluoxetine are predominantly excreted in urine; larger quantities of metabolites of @DRUG$ (36%) and sertraline (44%) are excreted in faeces.	Metabolites of @DRUG$ and fluoxetine are predominantly excreted in urine ; larger quantities of metabolites of @DRUG$ ( xxxvi % ) and zoloft ( xliv % ) are excreted in faeces .	Metabolites of @DRUG$ and fluoxetine are predominantly excreted in urine ; sertraline quantities of metabolites ) @DRUG$ ( 36 larger ) and % ( 44 % of are excreted in faeces .	Metabolites of @DRUG$ and fluoxetine are predominantly excreted in urine ; larger quantities of metabolites of @DRUG$ ( 36 % ) and sertraline ( 44 ) are excreted in faeces .	Metabolites of @DRUG$ and fluoxetine are predominantly excreted in urine ; larger quantities of metabolites of @DRUG$ ( 36 % ) and sertraline ( 44 % ) are excreted in faeces ."DRUGA is the drug being studied	0
0	The review charts advances in pharmaceutical development from the introduction of once-daily formulations of @DRUG$ through to lisdexamfetamine, which is the first @DRUG$ prodrug approved for the management of ADHD in children, adolescents and adults.	The review charts advances in pharmaceutic development from the introduction of once-daily formulations of @DRUG$ through to lisdexamfetamine , which is the beginning @DRUG$ prodrug approved for the management of minimal brain damage in children , adolescents and adults .	The adults of advances in pharmaceutical development from the introduction of once-daily formulations charts @DRUG$ is to lisdexamfetamine , which through the first @DRUG$ prodrug approved for the management of ADHD in children , adolescents and review .	The review charts in pharmaceutical development from the of once-daily formulations of @DRUG$ through to lisdexamfetamine , which the first @DRUG$ prodrug approved for the management of ADHD in children , adolescents and adults .	@DRUG$ is a drug that is developed into a prodrug form (@DRUG$) to make it more effective.	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, @DRUG$ oil, cottonseed oil, olive oil, peanut oil, @DRUG$, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	adenine review of commercially available viva and injectable solvent formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene ethylene glycol  , polyethylene ethylene glycol  , ethanol , propene ethylene glycol , glycerol , N-methyl -  - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactant ( Cremophor EL , Cremophor releasing hormone 40 , Cremophor releasing hormone 60 , d-alpha-tocopherol polyethylene ethylene glycol 1000 succinate , polysorbate twenty , polysorbate 80 , Solutol h 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acidulous esters of oarlock  ,  , or 1750 ) , water - insoluble lipid ( castor oil , @DRUG$ oil , cottonseed oil , olive oil , peanut oil , @DRUG$ , safflower oil , sesame oil , soybean oil , hydrogenated vegetable embrocate , hydrogenated soybean oil , and medium- sir ernst boris chain triglycerides of coconut tree oil and palm seed oil ) , organic liquidness / semi-solids ( beeswax , d-alpha-tocopherol , oleic acidulous , medium- sir ernst boris chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soya phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	, review of commercially available oral and injectable solution formulations glycol that the , excipients include water semi-solids of organic 80 ( polyethylene reveals 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - triglycerides - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( sulfobutylether oil , Cremophor RH , , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 - polysorbate solvents , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil - , Labrasol , cottonseed 44/14 , Softigen 767 , and mono- and and acid esters of alpha-cyclodextrin 300 , 400 A or 1750 and , water , insoluble lipids ( castor oil , @DRUG$ oil , Gellucire oil , olive oil , peanut oil , @DRUG$ , safflower oil , sesame oil diglycerides soybean oil 40 hydrogenated vegetable oils , hydrogenated soybean EL , and medium- chain hydroxypropyl- soluble coconut oil d-alpha-tocopherol palm seed oil ) , organic liquids / M-2125CS ( beeswax , and , oleic acid , medium- chain mono- di-fatty , , , various cyclodextrins ( PEG ) phospholipids , 2 beta-cyclodextrin , ) Cremophor - beta-cyclodextrin ) , and beta-cyclodextrin ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine solubilizing L-alpha-dimyristoylphosphatidylglycerol ) .	review of commercially available oral and injectable solution formulations reveals that solubilizing excipients include water - organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 ethanol , , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol Gellucire 44/14 , 767 and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 , water - insoluble lipids ( castor oil , @DRUG$ oil , cottonseed oil olive oil , peanut oil , @DRUG$ , safflower oil , sesame oil , soybean oil , vegetable oils , hydrogenated soybean oil chain triglycerides of coconut oil and palm seed oil ) liquids / ( beeswax d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
1	Between Dec 30, 2013, and April 10, 2015, 577 of 1345 screened patients were randomly assigned to either the encorafenib plus binimetinib group (n=192), the @DRUG$ group (n=194), or the @DRUG$ group (n=191).	Between Dec xxx , 2013 , and April 10 , 2015 , 577 of 1345 screened patient were arbitrarily assigned to either the encorafenib summation binimetinib group ( n=192 ) , the @DRUG$ group ( n=194 ) , or the @DRUG$ group ( n=191 ) .	Between Dec 30 , the , and n=191 10 , 2015 , n=194 of 1345 screened patients were randomly plus to either the encorafenib assigned binimetinib group ( n=192 ) , the @DRUG$ group ( 577 ) , or 2013 @DRUG$ group ( April ) .	30 , 2013 , and April 10 , 2015 , 577 of 1345 screened patients were randomly assigned either the encorafenib plus binimetinib group ( n=192 ) , the @DRUG$ group ( n=194 ) , the @DRUG$ group ( n=191 ) .	Of the 1345 patients screened, 577 were randomly assigned to one of the three groups.	1
0	Effect of chronic administration of 7alpha-methyl-@DRUG$ on serum @DRUG$, number of spermatozoa and fertility in adult male bonnet monkeys (Macaca radiata).	Effect of chronic administration of 7alpha-methyl - @DRUG$ on serum @DRUG$ , telephone number of spermatozoa and natality in adult male bonnet monkeys ( Macaca radiata ) .	Effect of chronic administration of 7alpha-methyl - @DRUG$ serum on @DRUG$ , monkeys of spermatozoa and fertility in adult male bonnet number ( Macaca radiata ) .	Effect of chronic administration of - @DRUG$ on serum @DRUG$ , number of spermatozoa and fertility in male bonnet monkeys ( Macaca radiata ) .	The effect of chronic administration of 7alpha-methyl - @DRUG$ on serum @DRUG$ , number of spermatozoa and fertility in adult male bonnet monkeys ( Macaca radiata ) was studied.	0
0	@DRUG$ was injected subcutaneously to lactating ewes once at a dose of 10 @DRUG$ kg-1 b.wt.	@DRUG$ was injected subcutaneously to give suck ewes once at a dose of 10 @DRUG$ kg - 1 b.wt .	@DRUG$ was injected subcutaneously at lactating ewes once to a dose of 10 @DRUG$ kg - 1 b.wt .	@DRUG$ was injected subcutaneously to lactating ewes once at a dose of 10 @DRUG$ kg - 1 b.wt .	@DRUG$ was injected subcutaneously to lactating ewes once at a dose of 10 @DRUG$ kg - 1 b.wt ."DRUGA is the drug, and DRUGB is the dose.	0
1	Levels of craving for @DRUG$ were strongly associated with treatment failure; the group of patients who received atenolol included significantly fewer who reported high levels of craving 24 hours after treatment began (7% of patients receiving @DRUG$ and 20% of those receiving placebo).	Levels of craving for @DRUG$ were powerfully associated with intervention nonstarter ; the group of patients who received atenolol included significantly fewer who reported high levels of craving 24 hour after intervention began ( 7 % of patients receiving @DRUG$ and 20 % of those receiving placebo ) .	Levels of craving hours @DRUG$ of strongly associated with treatment patients ; the group of failure who received atenolol included 24 fewer who reported high levels of craving significantly for after treatment began ( 7 % of patients receiving @DRUG$ and 20 % were those receiving placebo ) .	Levels of craving for @DRUG$ were strongly associated with treatment failure the group of patients who received atenolol included significantly fewer who reported levels of craving 24 hours after treatment began ( 7 % of patients receiving @DRUG$ and 20 % of those receiving placebo ) .	The group of patients who received atenolol included significantly fewer who reported high levels of craving 24 hours after treatment began.	1
0	No clinically significant interactions were noted between doravirine and an antacid (@DRUG$-magnesium), pantoprazole, ledipasvir/sofosbuvir, or @DRUG$/grazoprevir.	no more clinically significant interactions were notable between doravirine and an antacid ( @DRUG$ - magnesium ) , pantoprazole , ledipasvir / sofosbuvir , or @DRUG$ / grazoprevir .	No ) significant pantoprazole were noted between doravirine and an antacid ( @DRUG$ - magnesium clinically , interactions , ledipasvir / sofosbuvir , or @DRUG$ / grazoprevir .	No clinically significant interactions were noted between doravirine and an antacid ( @DRUG$ - magnesium ) , pantoprazole , ledipasvir / sofosbuvir , or @DRUG$ / grazoprevir .	No clinically significant interactions were noted between doravirine and an antacid (@DRUG$), pantoprazole, ledipasvir / sofosbuvir, or @DRUG$ / grazoprevir.	0
1	Sixty men with an intravaginal ejaculation latency time (IELT) of 1 minute or less were randomly assigned to receive fluoxetine 20 mg/day, fluvoxamine 100 @DRUG$/day, paroxetine 20 mg/day, @DRUG$ 50 mg/day, or placebo for 6 weeks.	Sixty workforce with an intravaginal ejaculation reaction time time ( IELT ) of 1 minute or le were every which way assigned to receive fluoxetine 20 mg / day , fluvoxamine 100 @DRUG$ / day , paroxetine 20 mg / day , @DRUG$ 50 mg / day , or placebo for 6 calendar week .	Sixty men with an mg ejaculation latency time ( IELT ) of , minute or less were randomly assigned day receive fluoxetine , mg / day 1 fluvoxamine 100 @DRUG$ / day , paroxetine 6 mg / to 20 @DRUG$ 50 intravaginal / day , or placebo for 20 weeks .	Sixty men with an intravaginal ejaculation time ( IELT ) 1 minute or less were randomly assigned to receive fluoxetine 20 mg / , fluvoxamine 100 @DRUG$ day , paroxetine 20 mg / day , @DRUG$ 50 mg / day , or placebo for 6 weeks .	Sixty men with an intravaginal ejaculation latency time ( IELT ) of 1 minute or less were randomly assigned to receive fluoxetine 20 mg / day , fluvoxamine 100 mg / day , paroxetine 20 mg / day , 50 mg / day ,	1
1	EXPERT OPINION: Drug development of @DRUG$ was heavily guided by prior approval of @DRUG$.	EXPERT OPINION : drug development of @DRUG$ was heavily guided by prior approval of @DRUG$ .	EXPERT OPINION : Drug development of @DRUG$ was heavily guided by of approval prior @DRUG$ .	EXPERT OPINION : Drug development of @DRUG$ was guided by prior approval of @DRUG$	@DRUG$ was developed based on the approval of @DRUG$ .	0
1	These results indicate that, at doses up to 3.0 @DRUG$/kg, @DRUG$ causes a natriuresis which is modest and similar to that seen with thiazides.	These results betoken that , at doses up to 3.0 @DRUG$ / kg , @DRUG$ causes a natriuresis which is modest and similar to that envision with thiazides .	These results indicate that , 3.0 doses up to at @DRUG$ / kg , @DRUG$ causes a natriuresis which is that and similar to modest seen with thiazides .	These results indicate that , at doses up to 3.0 @DRUG$ / kg , @DRUG$ causes a which is modest and similar to that seen with thiazides .	At doses up to 3.0 @DRUG$ / kg, @DRUG$ causes a natriuresis which is modest and similar to that seen with thiazides.	0
0	Eighteen clinical Enterobacteriaceae isolates, including nine carbapenem-resistant strains, were evaluated against ceftazidime-@DRUG$ (2,000 @DRUG$/500 mg) as a 2-h infusion every 8 h. To highlight the impact of avibactam, 13 select isolates were tested in the neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 h (2-h infusion).	Eighteen clinical enterobacteriaceae keep apart , including nine carbapenem -resistant strains , were evaluated against ceftazidime - @DRUG$ ( 2,000 @DRUG$ /500 mg ) as a 2- hydrogen infusion every 8 hydrogen . To play up the bear upon of avibactam , 13 select keep apart were tested in the neutropenic model against a humanise regimen of 2,000 mg ceftazidime every 8 hydrogen ( 2- hydrogen infusion ) .	Eighteen clinical ceftazidime isolates , including 2,000 carbapenem 2- strains , were evaluated against ceftazidime - @DRUG$ ( 2,000 @DRUG$ /500 mg ) as a 2- h infusion h 8 h . To highlight the impact in avibactam , 13 select isolates were tested of the neutropenic model Enterobacteriaceae a humanized regimen of nine mg against every 8 every ( -resistant h infusion ) .	Eighteen clinical Enterobacteriaceae isolates , including nine carbapenem -resistant strains , were evaluated against - @DRUG$ ( 2,000 @DRUG$ /500 mg ) as a 2- h infusion every 8 h . To highlight the impact of avibactam , 13 select isolates were tested in neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 h ( 2- h infusion ) .	Eighteen clinical Enterobacteriaceae isolates were evaluated against ceftazidime - @DRUG$ ( 2,000 @DRUG$ /500 mg ) as a 2- h infusion every 8 h . To highlight the impact of avibactam , 13 select isolates were tested in	0
0	@DRUG$, given at 1 @DRUG$ twice daily for 10 d postpartum, produced an increased pregnancy rate after both foal heat and second postpartum estrus breedings in the mare.	@DRUG$ , given at 1 @DRUG$ twice daily for 10 d postpartum , produced an increased pregnancy rate after both foal heat and instant postpartum oestrus breedings in the maria .	@DRUG$ , given at after @DRUG$ twice daily , 10 d postpartum for the an increased pregnancy rate 1 both foal heat and second postpartum estrus breedings in produced mare .	@DRUG$ , given at 1 @DRUG$ twice daily for 10 d postpartum produced an increased rate after foal heat and estrus breedings the mare .	When @DRUG$ is given at 1 @DRUG$ twice daily for 10 days postpartum, it produces an increased pregnancy rate after both foal heat and second postpartum estrus breedings in the mare.	0
0	@DRUG$, prednisolone acetate and prednisolone sodium @DRUG$ are glucocorticoids used for ocular, anti-inflammatory therapy.	@DRUG$ , prednisolone acetate rayon and prednisolone sodium @DRUG$ are glucocorticoids used for ocular , anti-inflammatory therapy .	@DRUG$ , prednisolone acetate , prednisolone sodium @DRUG$ are glucocorticoids used for ocular and anti-inflammatory therapy .	@DRUG$ , prednisolone acetate and prednisolone sodium @DRUG$ are glucocorticoids used for , anti-inflammatory therapy .	@DRUG$ and @DRUG$ are both glucocorticoids used for ocular and anti-inflammatory therapy.	0
0	@DRUG$ at a dosage of 450 mg significantly increased the threshold of sensitivity to peanut by open food challenge from a level of about half a @DRUG$ (178 mg) to almost nine peanuts (2805 mg).	@DRUG$ at a dosage of 450 atomic number  importantly increased the threshold of sensitivity to peanut by open food challenge from a level of about half a @DRUG$ ( 178 atomic number  ) to virtually nine goober pea ( 2805 atomic number  ) .	@DRUG$ at a dosage of 450 of significantly increased the threshold almost sensitivity to peanut 178 open food challenge from a level of about a half @DRUG$ ( by mg ) to mg nine peanuts ( 2805 mg ) .	@DRUG$ at a dosage of 450 mg significantly increased the threshold of to peanut by open food challenge from a level about half @DRUG$ ( 178 mg ) to almost nine peanuts ( 2805 mg ) .	@DRUG$ at a dosage of 450 mg significantly increased the threshold of sensitivity to peanut by open food challenge from a level of about half a @DRUG$ ( 178 mg ) to almost nine peanuts ( 2805 mg ) ."This means that if you take DRUGA at a dosage of	0
1	BACKGROUND: The US Food and Drug Administration approved @DRUG$ in February 2004 for the treatment of malignant pleural mesothelioma (MPM) in combination with @DRUG$ in patients with unresectable disease or for whom curative surgery is not an option.	play down : The US Food and Drug judicature approved @DRUG$ in feb 2004 for the discourse of malignant pleural mesothelioma ( MPM ) in combination with @DRUG$ in patients with unresectable disease or for whom curative surgery is not an option .	BACKGROUND The : mesothelioma Food option Drug Administration approved @DRUG$ in February 2004 for the treatment of malignant pleural US ( MPM ) in combination with @DRUG$ in unresectable with patients disease or for whom curative surgery is not an and .	BACKGROUND : The US and Drug Administration approved @DRUG$ in February 2004 for the treatment of malignant pleural ( MPM ) in combination with @DRUG$ in patients unresectable disease or for whom curative surgery is not option .	@DRUG$ is a drug that was approved by the US Food and Drug Administration in February 2004 for the treatment of malignant pleural mesothelioma in combination with @DRUG$ in patients with unresectable disease or for whom curative surgery is not an option.	0
0	Orphenadrine and diphenhydramine (specific inhibitors for CYP2B1/2), @DRUG$, disulfiram and isoniazid (inhibitors for CYP2E1), troleandomycin (inhibitor for CYP3A), and testosterone inactivated @DRUG$ N-deethylase activity.	Orphenadrine and benadryl ( specific inhibitors for CYP2B1 / ii ) , @DRUG$ , disulfiram and isoniazid ( inhibitors for CYP2E1 ) , troleandomycin ( inhibitor for CYP3A ) , and testosterone demobilize @DRUG$ N-deethylase activity .	Orphenadrine and diphenhydramine ( specific inhibitors for and / 2 ) inactivated @DRUG$ , disulfiram and isoniazid inhibitors ( for CYP2E1 ) , troleandomycin ( inhibitor for CYP3A ) , CYP2B1 testosterone , @DRUG$ N-deethylase activity .	Orphenadrine diphenhydramine ( specific inhibitors for CYP2B1 / 2 ) , @DRUG$ , disulfiram and ( inhibitors for CYP2E1 ) , troleandomycin CYP3A ) , and testosterone inactivated @DRUG$ N-deethylase activity	Orphenadrine and diphenhydramine ( which specifically inhibit CYP2B1/2 ) , @DRUG$ , disulfiram and isoniazid ( which inhibit CYP2E1 ) , troleandomycin ( which inhibits CYP3A ) ,	1
0	In a Phase III, randomized, blinded clinical trial evaluating anidulafungin (50 mg/d) versus @DRUG$ (100 mg/@DRUG$) for the treatment of EC, 97.2% and 98.9% of patients who received anidulafungin and fluconazole, respectively, showed evidence of cure or improvement (treatment difference, -1.6%; 95% CI, -4.1 to 0.8).	In a Phase deuce ace , randomized , blinded clinical trial pass judgment anidulafungin ( 50 mg / d ) versus @DRUG$ ( 100 mg / @DRUG$ ) for the discourse of EC , 97.2 % and 98.9 % of patients who standard anidulafungin and fluconazole , respectively , evince demonstrate of cure or melioration ( discourse difference , - 1.6 % ; 95 % CI , -4.1 to 0.8 ) .	In a Phase III of randomized , blinded clinical trial evaluating anidulafungin ( 50 mg / d who of @DRUG$ ( 100 mg / @DRUG$ ) for the treatment of EC -4.1 97.2 % versus 98.9 % and patients , received anidulafungin and fluconazole , respectively ) showed evidence , cure or improvement ( treatment difference , - 1.6 ) ; 95 % CI , , to 0.8 % .	Phase III , randomized , blinded clinical trial evaluating anidulafungin ( 50 mg / d ) versus @DRUG$ ( 100 mg / @DRUG$ ) for treatment of , 97.2 % and 98.9 % of patients who received anidulafungin and fluconazole , respectively , evidence of cure or improvement ( treatment difference , - 1.6 % ; 95 % CI -4.1 0.8 )	Anidulafungin (50 mg/d) was found to be statistically non-inferior to fluconazole (100 mg/@DRUG$) for the treatment of EC in a Phase III, randomized, blinded clinical trial.	1
0	In addition, the binding of 125I-Tyr10-antocin to blood constituents was determined and compared with 125I-AVP and 125I-[Mpa1, @DRUG$-Arg8]-vasopressin (@DRUG$).	hoosier state addition , the back of 125I - Tyr10 - antocin to blood constituents was determine and compared with 125I - AVP and 125I - [ Mpa1 , @DRUG$ - Arg8 ] - vasopressin ( @DRUG$ ) .	In addition , - binding - 125I of Tyr10 125I antocin to blood constituents was determined and compared with the - AVP and 125I - [ Mpa1 , @DRUG$ - Arg8 ] - vasopressin ( @DRUG$ ) .	In addition , the binding of 125I - Tyr10 - antocin to blood constituents determined and with 125I - AVP 125I - [ Mpa1 , @DRUG$ - ] vasopressin ( @DRUG$ ) .	The binding of 125I - Tyr10 - antocin to blood constituents was determined and compared with 125I - AVP and 125I - [ Mpa1 , @DRUG$ - Arg8 ] - vasopressin ( @DRUG$ ) .	0
1	@DRUG$ was as effective as erythromycin and other commonly used drugs including @DRUG$, beta-lactams (penicillins and cephalosporins), and quinolone and tetracycline antibiotics in some of the above infections.	@DRUG$ was as effective as erythromycin and other commonly practice drugs including @DRUG$ , beta-lactams ( penicillins and cephalosporins ) , and quinolone and achromycin antibiotics in some of the above infection .	@DRUG$ was as effective as erythromycin above antibiotics commonly used drugs including @DRUG$ , beta-lactams ( penicillins and cephalosporins ) , some quinolone and tetracycline other in and of the and infections .	@DRUG$ was as effective as erythromycin and other commonly used drugs including @DRUG$ , beta-lactams ( penicillins cephalosporins ) , and and tetracycline antibiotics in some of the above infections .	@DRUG$ was as effective as erythromycin and other commonly used drugs including @DRUG$ in some of the above infections .	0
0	Considering all subjects, initial blood Pb concentrations correlated with cumulative urine Pb excretion over 3 days (@DRUG$ = 0.8967; @DRUG$ = 0.0005).	regard all subjects , initial blood Pb concentrations correlated with cumulative urine Pb excretion over 3  hour interval ( @DRUG$ = 0.8967 ; @DRUG$ = 0.0005 ) .	Considering all excretion , initial blood Pb concentrations urine with cumulative correlated Pb subjects over 3 days ( @DRUG$ = 0.8967 ; @DRUG$ = 0.0005 ) .	Considering all subjects , initial blood Pb concentrations correlated with cumulative urine Pb excretion over 3 days ( @DRUG$ = 0.8967 ; @DRUG$ = 0.0005 ) .	For all subjects, initial blood Pb concentrations correlated with cumulative urine Pb excretion over 3 days (@DRUG$ = 0.8967; @DRUG$ = 0.0005).	0
0	In the control group (n=15), the rhinoceroses were anesthetized with @DRUG$, azaperone, detomidine, and @DRUG$ administered intramuscularly.	In the control group ( n=15 ) , the rhinoceroses were anaesthetise with @DRUG$ , azaperone , detomidine , and @DRUG$ administrate intramuscularly .	In the control azaperone ( n=15 ) , the rhinoceroses were anesthetized , @DRUG$ with group , detomidine , and @DRUG$ administered intramuscularly .	In the control group ( n=15 ) , the rhinoceroses were anesthetized with @DRUG$ , azaperone , detomidine , and @DRUG$ intramuscularly .	@DRUG$ was used to anesthetize the rhinoceroses, and @DRUG$ was administered intramuscularly.	0
0	@DRUG$ was superior to both NCE and Gd-DTPA injection (@DRUG$<0.001).	@DRUG$ was superior to both NCE and Gd-DTPA injection ( @DRUG$ < 0.001 ) .	@DRUG$ ( superior to both NCE and Gd-DTPA injection was @DRUG$ < 0.001 ) .	@DRUG$ superior to both NCE and Gd-DTPA injection ( @DRUG$ < 0.001 ) .	@DRUG$ was better than both the control (NCE) and the Gd-DTPA injection (@DRUG$ was statistically significantly lower than 0.001).	0
0	However, TIA and FLU induced a decrease in the level of mRNA encoding for @DRUG$ @DRUG$(2) receptors, not only after repeated but also after acute treatment.	However , TIA and FLU induced a drop off in the level of template rna encoding for @DRUG$ @DRUG$ ( 2 ) receptors , not only after take over but also after acute treatment .	However , the and FLU induced a decrease also acute level of mRNA encoding for @DRUG$ @DRUG$ ( 2 ) receptors , not only after repeated but in after TIA treatment .	However , TIA and FLU induced a decrease the level of encoding for @DRUG$ @DRUG$ ( 2 ) receptors , not only after repeated but also after acute treatment .	However, TIA and FLU induced a decrease in the level of mRNA encoding for @DRUG$ @DRUG$ (2) receptors, not only after repeated but also after acute treatment.	0
1	Ceftolozane/@DRUG$ (C/T) is a new antibiotic resulting from the combination of a novel cephalosporin, structurally similar to @DRUG$, with tazobactam, a well-known beta-lactamase inhibitor.	Ceftolozane / @DRUG$ ( C/T ) is a novel antibiotic resulting from the combination of a novel cephalosporin , structurally similar to @DRUG$ , with tazobactam , a wellspring - known beta lactamase inhibitor .	Ceftolozane / @DRUG$ ( C/T a is a new antibiotic resulting from , combination of a novel cephalosporin , structurally similar to @DRUG$ the with tazobactam , ) well - known beta-lactamase inhibitor .	Ceftolozane / @DRUG$ ( C/T ) is a new antibiotic resulting from the combination of a novel cephalosporin , structurally similar to @DRUG$ , tazobactam , a well - beta-lactamase .	Ceftolozane / @DRUG$ ( C/T ) is a new antibiotic that is structurally similar to @DRUG$ , but has the addition of tazobactam , a well - known beta-lactamase inhibitor .	0
1	This phase I, double-blind, randomized, placebo-controlled, two-part single-dose study (first time with humans) was conducted to determine the safety, tolerability, and pharmacokinetics of BCV administered at 10 @DRUG$/ml in a tocopherol-@DRUG$ succinate-polyethylene glycol 400-ethanol 50:40:10 solution.	This phase angle I , double- blind , randomized , placebo- controlled , two - part single - dose study ( first clip with homo ) was conducted to determine the safety , tolerability , and pharmacokinetics of BCV administered at decade @DRUG$ / ml in a tocopherol - @DRUG$ succinate - polyethylene dihydric alcohol 400 - ethanol 50:40:10 solution .	This phase safety , double- blind , randomized , placebo- humans controlled two - part single - dose study ( first time with , ) was conducted to determine - 400 , tolerability , and pharmacokinetics of BCV administered at 10 @DRUG$ / ml in a tocopherol - @DRUG$ succinate the polyethylene glycol I - ethanol 50:40:10 solution .	phase I , double- blind , randomized , placebo- controlled , two - part single - dose study first time with humans ) conducted to determine the safety , tolerability , and pharmacokinetics of BCV administered at 10 @DRUG$ / ml in a tocopherol - @DRUG$ succinate - glycol 400 - ethanol 50:40:10 solution .	This phase I study was conducted to determine the safety, tolerability, and pharmacokinetics of BCV administered at 10 @DRUG$/ml in a tocopherol-@DRUG$ succinate-polyethylene glycol 400-ethanol 50:40:10 solution.	0
0	Antagonizing effects on @DRUG$ receptors and potassium currents may contribute to the neuroprotection @DRUG$ well.	Antagonizing effects on @DRUG$ receptors and potassium currents may contribute to the neuroprotection @DRUG$ advantageously .	to effects on @DRUG$ receptors and potassium currents may contribute Antagonizing the neuroprotection @DRUG$ well .	Antagonizing effects on @DRUG$ receptors and potassium may contribute the neuroprotection @DRUG$ well .	The antagonizing effects of @DRUG$ on DRUGA receptors and potassium currents may contribute to the neuroprotection of @DRUG$.	0
0	CONCLUSION: Choline fenofibrate delayed release 135 mg is as safe and effective @DRUG$ 160 @DRUG$ of micronized fenofibrate in Indian patients with mixed dyslipidemia.	CONCLUSION : Choline fenofibrate delayed outlet 135 magnesium is as safe and effective @DRUG$ 160 @DRUG$ of micronized fenofibrate in Indian patients with mixed dyslipidemia .	CONCLUSION : Choline delayed fenofibrate release 135 mg is as safe and effective @DRUG$ 160 @DRUG$ Indian micronized fenofibrate in of patients with mixed dyslipidemia .	CONCLUSION : Choline fenofibrate delayed 135 mg is as safe and effective @DRUG$ @DRUG$ of micronized fenofibrate Indian patients with mixed dyslipidemia .	Choline fenofibrate delayed release 135 mg is as safe and effective as micronized fenofibrate in Indian patients with mixed dyslipidemia.	1
0	In the acute administration, the animals received a single injection of @DRUG$ (6.25, 12.5 or 25 @DRUG$/kg i.p.) or tween.	In the acute administration , the animals welcome a single injection of @DRUG$ ( 6.25 , 12.5 or 25 @DRUG$ / kilogram i.p. ) or tween .	In the acute administration , kg animals received a single injection of @DRUG$ ( 6.25 , 12.5 or 25 @DRUG$ or the i.p. ) / tween .	In the acute administration , the animals received a single injection of @DRUG$ ( 6.25 12.5 or 25 @DRUG$ / kg i.p. or tween .	In the acute administration, the animals received a single injection of @DRUG$ (6.25, 12.5, or 25 @DRUG$/kg i.p.) or tween.	0
0	Molecular O2 is an obligatory substrate for the successive syntheses of 17alpha-OH @DRUG$ and dehydroepiandrosterone (@DRUG$) by cytochrome P450c17 in the zona reticularis of the adrenal cortex, in which it is suggested that arteriosclerosis --> decreased blood flow --> O2 and glucose deficit --> decreased O2-requiring synthesis of DHEA --> eventual decrease in number of DHEA-synthesizing cells.	Molecular O2 is an obligatory substratum for the sequent syntheses of 17alpha - OH @DRUG$ and dehydroepiandrosterone ( @DRUG$ ) by cytochrome P450 c17 in the zona reticularis of the adrenal gland cortex , in which it is suggested that arteriosclerosis --> decreased rake flow --> O2 and glucose shortage --> decreased O2 - requiring synthesis of DHEA --> eventual minify in number of DHEA - synthesizing cells .	Molecular O2 number an obligatory substrate for ) successive syntheses of 17alpha - OH @DRUG$ eventual dehydroepiandrosterone in @DRUG$ the by requiring P450 c17 in the zona reticularis of the adrenal cortex , ( which it is suggested that arteriosclerosis --> DHEA blood flow --> O2 and glucose deficit --> decreased O2 - cytochrome synthesis of decreased --> and decrease in is of DHEA - synthesizing cells .	O2 is an obligatory substrate successive syntheses of - OH @DRUG$ and dehydroepiandrosterone @DRUG$ ) by cytochrome c17 in the zona reticularis of the adrenal cortex , in which it is suggested arteriosclerosis --> decreased blood flow --> and glucose deficit --> decreased O2 - requiring synthesis of DHEA --> eventual decrease in number of DHEA - synthesizing cells .	Molecular O2 is necessary for the successive syntheses of 17alpha - OH @DRUG$ and dehydroepiandrosterone ( @DRUG$ ) by cytochrome P450 c17 in the zona reticularis of the adrenal cortex . In other words, without molecular	0
0	Hepatic fibrosis following 7-week CCl4 treatment was markedly ameliorated by daily @DRUG$-administration of @DRUG$.	Hepatic fibrosis following septet - week CCl4 treatment was markedly ameliorated by daily @DRUG$ - administration of @DRUG$ .	Hepatic fibrosis following - - week CCl4 treatment was markedly ameliorated by daily @DRUG$ 7 administration of @DRUG$ .	fibrosis following 7 - week CCl4 treatment was markedly ameliorated daily @DRUG$ administration of @DRUG$ .	Hepatic fibrosis following 7 - week CCl4 treatment was markedly ameliorated by daily @DRUG$ - administration of @DRUG$ ."DRUGA was found to markedly ameliorate hepatic fibrosis following 7 - week CCl4 treatment when administered daily.	0
0	Uptake and efflux of [(3)H]methionine and [(14)C]MeHg-@DRUG$-@DRUG$ were trans -stimulated by leucine and phenylalanine, but not by glutamate, indicating that MeHg-L-cysteine is both a cis - and trans -substrate.	Uptake and effluence of [ ( 3 ) heat content ] methionine and [ ( 14 )  ] MeHg-@DRUG$ -@DRUG$ were trans - stimulated by leucine and phenylalanine , but not by glutamate , indicating that MeHg -L-cysteine is both a ci - and trans - substrate .	Uptake ) efflux of [ ( 3 ) is ] by and [ ( 14 and C ] MeHg-@DRUG$ -@DRUG$ were trans - stimulated methionine leucine and phenylalanine , but not by glutamate , indicating that MeHg -L-cysteine H both a cis - and trans - substrate .	Uptake efflux of [ ( 3 ) H ] methionine and [ ( 14 ) C ] -@DRUG$ were trans - stimulated by leucine and , but not by glutamate , indicating MeHg -L-cysteine is both a cis and trans - substrate	Uptake and efflux of [ ( 3 ) H ] methionine and [ ( 14 ) C ] MeHg-@DRUG$ -@DRUG$ were stimulated by leucine and phenylalanine , but not by glutamate , indicating that MeHg -L-cy	0
0	The use of third-generation inhibitors represented by exemestane, @DRUG$ and @DRUG$ is currently indicated.	The use of third base - generation inhibitors represented by exemestane , @DRUG$ and @DRUG$ is currently indicated .	The inhibitors of third - generation use represented by exemestane , @DRUG$ and @DRUG$ is currently indicated .	The use of third - generation inhibitors represented by exemestane , @DRUG$ and @DRUG$ is indicated .	The use of third - generation inhibitors represented by exemestane is currently indicated .	1
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzocaine, @DRUG$-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, @DRUG$, mercapto mix, and chloroxylenol.	During the same period of take , there were meaning decreases in positivity snitch to neomycin , fragrance mix i , formaldehyde , thiuram mix , cinnamic aldehyde , propylene dihydric alcohol , epoxy resin , diazolidinyl carbamide , amidoamine , ethylenediamine , ethyl aminobenzoate , @DRUG$ - tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , @DRUG$ , mercapto mix , and chloroxylenol .	During the I period of study , there were significant positivity in , rates to neomycin decreases fragrance mix same , formaldehyde , , amidoamine , cinnamic aldehyde , propylene , , epoxy resin , diazolidinyl urea , mix , ethylenediamine , benzocaine glycol @DRUG$ - tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , @DRUG$ , mercapto mix thiuram and chloroxylenol .	During the same period of study , there were significant decreases in positivity rates neomycin , fragrance , formaldehyde , thiuram mix , cinnamic aldehyde , propylene glycol , epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine , @DRUG$ - tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , @DRUG$ , mercapto mix , and chloroxylenol .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benz	1
1	Co-incubation of @DRUG$-N-oxide with clozapine potentiated CYP2B6/2C19 pathways; however, incubation of @DRUG$-N-oxide with voriconazole did not appear to potentiate the CYP pathways because parent caused an inhibition of almost 80%.	Co-incubation of @DRUG$ - N-oxide with clozapine potentiated CYP2B6/2C19 nerve tract ; even so , incubation of @DRUG$ - N-oxide with voriconazole did not appear to potentiate the CYP nerve tract because parent caused an inhibition of virtually 80 % .	Co-incubation of @DRUG$ - N-oxide with to potentiated almost - ; however , incubation of @DRUG$ pathways N-oxide with voriconazole did not appear clozapine potentiate the CYP pathways because parent caused an inhibition of CYP2B6/2C19 80 % .	Co-incubation of @DRUG$ - N-oxide with clozapine potentiated CYP2B6/2C19 pathways ; however , incubation of @DRUG$ - N-oxide with voriconazole did not appear to potentiate the CYP pathways because caused an inhibition of almost 80 % .	Co-incubation of @DRUG$ - N-oxide with clozapine potentiated CYP2B6/2C19 pathways ; however , incubation of @DRUG$ - N-oxide with voriconazole did not appear to potentiate the CYP pathways because	0
0	On eight farms alternate sows and gilts within three weeks of their expected farrowing date were injected intramuscularly in the neck with 8 ml of an @DRUG$ (gleptoferron) preparation containing 200 mg iron/ml, or kept @DRUG$ uninjected controls.	On eight farms alternate sows and gilts within three weeks of their carry farrowing date were injected intramuscularly in the neck with 8 milliliter of an @DRUG$ ( gleptoferron ) preparation containing cc milligram iron / milliliter , or kept @DRUG$ uninjected controls .	On eight farms alternate sows and gilts within three weeks of their gleptoferron farrowing date mg injected intramuscularly in the neck with , ml of an @DRUG$ ( expected ) preparation containing 200 uninjected iron / ml 8 or kept @DRUG$ were controls .	On eight farms alternate sows and gilts within of their expected farrowing date were injected intramuscularly the neck with 8 ml of an @DRUG$ ( gleptoferron ) preparation containing 200 mg iron ml , or kept @DRUG$ controls .	Sows and gilts on eight farms were injected with an @DRUG$ ( gleptoferron ) preparation containing 200 mg iron / ml , or kept @DRUG$ uninjected controls .	0
0	MAIN OUTCOME MEASURES: Safety, tolerability, pharmacokinetics, and serum @DRUG$, FSH, and @DRUG$ concentrations were assessed.	main result MEASURES : Safety , tolerability , pharmacokinetics , and serum @DRUG$ , FSH , and @DRUG$ concentrations were assessed .	MAIN OUTCOME MEASURES : Safety , tolerability , pharmacokinetics , and serum @DRUG$ and , FSH , @DRUG$ concentrations were assessed .	MAIN OUTCOME MEASURES Safety , tolerability , pharmacokinetics , and serum @DRUG$ , FSH , and @DRUG$ concentrations were .	The safety, tolerability, pharmacokinetics, and serum concentrations of @DRUG$ and @DRUG$ were assessed.	0
0	@DRUG$ and @DRUG$ compatibility in broiler chickens.	@DRUG$ and @DRUG$ compatibility in broiler volaille .	@DRUG$ and @DRUG$ in compatibility broiler chickens .	@DRUG$ and @DRUG$ compatibility in broiler chickens .	The compatibility of @DRUG$ and @DRUG$ in broiler chickens.	0
1	@DRUG$'s toxic profile in clinical trials precludes its use in treating patients for gout, and @DRUG$ shows promise with a few well-designed studies to support its use in gout patients initiating urate-lowering treatment.	@DRUG$ 's toxic profile in clinical trials precludes its use in treat patients for gouty arthritis , and @DRUG$ shows promise with a few intimately - designed studies to support its use in gouty arthritis patients initiating urate-lowering treatment .	@DRUG$ 's toxic profile in use trials precludes its clinical in treatment patients for gout , treating @DRUG$ shows promise with a few well - designed studies to support its use in gout patients initiating urate-lowering and .	@DRUG$ toxic profile in clinical trials precludes its use in treating patients for gout , and @DRUG$ shows promise with a few well - designed studies to support its use in gout initiating urate-lowering treatment .	@DRUG$ is not effective in treating patients for gout, while @DRUG$ is effective in treating patients for gout.	0
0	Significantly (@DRUG$ < 0.05) fewer @DRUG$ cats received additional analgesia rescue therapy (16.5%) than placebo cats (46.3%).	Significantly ( @DRUG$ < 0.05 ) few @DRUG$ cats received extra analgesia rescue therapy ( 16.5 % ) than placebo cats ( 46.3 % ) .	Significantly ( @DRUG$ < 0.05 ) ( @DRUG$ cats received additional analgesia rescue ) ( 16.5 % ) than placebo cats fewer 46.3 % therapy .	Significantly ( @DRUG$ < 0.05 ) fewer @DRUG$ cats received additional rescue ( 16.5 % ) than cats ( 46.3 % ) .	Significantly ( @DRUG$ < 0.05 ) fewer @DRUG$ cats received additional analgesia rescue therapy ( 16.5 % ) than placebo cats ( 46.3 % ) ."This means that cats who received DRUGA were significantly less likely to require additional analgesia rescue therapy	0
0	Dietary cobalamin (Cbl) (vitamin B12) is utilized as methyl-Cbl and the coenzyme 5'-deoxyadenosyl Cbl by cells of the body that have the enzymes @DRUG$ synthase and methyl malonyl CoA mutase, which convert homocysteine to methionine and methyl malonyl CoA to succinyl @DRUG$, respectively.	dietetical cobalamin ( Cbl ) ( vitamin B12 ) is utilized as methyl - Cbl and the coenzyme phoebe ' - deoxyadenosyl Cbl by prison cell of the consistence that have the enzymes @DRUG$ synthase and methyl malonyl CoA mutase , which convert homocysteine to methionine and methyl malonyl CoA to succinyl @DRUG$ , severally .	Dietary cobalamin ( Cbl ) ( vitamin B12 ) is utilized as methyl by Cbl and the coenzyme deoxyadenosyl , - 5 Cbl - cells of the body that ' the enzymes @DRUG$ synthase and homocysteine malonyl CoA mutase have which convert methyl to methionine and methyl malonyl CoA to succinyl @DRUG$ , respectively .	Dietary cobalamin ( ( vitamin B12 ) is utilized as methyl - Cbl and the 5 ' - deoxyadenosyl Cbl by cells of the body that have the enzymes @DRUG$ synthase and methyl malonyl CoA mutase , which convert homocysteine to methionine and methyl malonyl CoA succinyl @DRUG$ , respectively .	Dietary cobalamin (vitamin B12) is used by cells in the body to convert homocysteine to methionine and methyl malonyl CoA to succinyl @DRUG$, respectively.	1
1	In all comparative studies examining the efficacy of @DRUG$ in the prophylaxis or treatment of DVT (versus warfarin, dextran 70, @DRUG$, dalteparin, aspirin, heparin-dihydroergotamine, UFH and placebo), the incidence of haemorrhagic complications did not differ between treatment groups.	In all comparative canvass examining the efficacy of @DRUG$ in the prophylaxis or treatment of DVT ( versus warfarin , dextran 70 , @DRUG$ , dalteparin , bayer , heparin-dihydroergotamine , UFH and placebo ) , the relative incidence of haemorrhagic complications did not take issue between treatment groups .	In all comparative studies examining the efficacy of @DRUG$ in the prophylaxis or treatment of DVT between versus warfarin , dextran 70 , @DRUG$ and , , not , heparin-dihydroergotamine , UFH , placebo ) dalteparin the incidence of haemorrhagic complications did aspirin differ ( treatment groups .	In all comparative studies examining the efficacy of @DRUG$ in the prophylaxis treatment DVT ( versus warfarin , dextran 70 , @DRUG$ , , , heparin-dihydroergotamine , and placebo ) , the incidence of complications did not between treatment groups .	@DRUG$ is just as effective as @DRUG$ in preventing or treating DVT, with no difference in the incidence of haemorrhagic complications.	0
0	Exposure of cultured rat vascular smooth muscle cells to increasing concentrations of trapidil for 18 hours resulted in a dose-dependent reduction in @DRUG$-stimulated [3H] @DRUG$ incorporation.	Exposure of culture rat vascular placid muscle cells to increasing immersion of trapidil for 18 hours resulted in a dose-dependent reduction in @DRUG$ - stimulated [ 3 H ] @DRUG$ incorporation .	Exposure H cultured rat vascular smooth ] cells to increasing concentrations of trapidil for 18 hours resulted [ a dose-dependent reduction in @DRUG$ - stimulated in 3 of muscle @DRUG$ incorporation .	Exposure of cultured rat vascular smooth muscle cells to increasing concentrations of trapidil for 18 hours resulted in a dose-dependent reduction in - stimulated [ 3 H ] @DRUG$ incorporation .	The more trapidil that is exposure to the cells, the less @DRUG$ - stimulated [ 3 H ] @DRUG$ incorporation there is.	0
0	The steady state levels of @DRUG$ and tele-methylhistamine remained unchanged following the i.@DRUG$. administration of 0.2-20 mg/kg of diazepam.	The sweetie state levels of @DRUG$ and tele-methylhistamine remained unchanged following the i.@DRUG$ . administration of 0.2- 20 magnesium / kg of diazepam .	The steady state levels of @DRUG$ and tele-methylhistamine remained unchanged following the diazepam . administration of 0.2- 20 mg of kg / i.@DRUG$ .	The steady state levels of @DRUG$ and tele-methylhistamine remained unchanged following the i.@DRUG$ . administration of 0.2- 20 mg / kg of diazepam .	The levels of @DRUG$ and tele-methylhistamine remained unchanged following the administration of diazepam.	1
0	[Effect of @DRUG$-1394, a potent and selective inhibitor of acyl-CoA:cholesterol acyltransferase (ACAT), on esterification of @DRUG$ and basolateral secretion of cholesteryl ester in Caco-2 cells].	[ Effect of @DRUG$ - 1394 , a stiff and selective inhibitor of acyl - CoA : cholesterin acyltransferase ( ACAT ) , on esterification of @DRUG$ and basolateral secernment of cholesteryl ester in Caco - 2 cell ] .	selective Effect of @DRUG$ - 1394 , a potent and [ inhibitor ester acyl - CoA : and acyltransferase ( ACAT ) , on esterification of @DRUG$ cholesterol basolateral secretion cells cholesteryl of in Caco - 2 of ] .	Effect @DRUG$ - 1394 , a potent and selective inhibitor of acyl - cholesterol acyltransferase ( ACAT ) , on esterification of @DRUG$ and basolateral secretion of cholesteryl ester Caco 2 cells ] .	Effect of @DRUG$ - 1394, a potent and selective inhibitor of acyl-CoA: cholesterol acyltransferase (ACAT), on esterification of @DRUG$ and basolateral secretion of cholesteryl ester in Caco-2 cells.	0
1	Similarly, levetiracetam does not interact with digoxin, @DRUG$ and the low-dose contraceptive pill; however, adverse pharmacodynamic interactions with carbamazepine and @DRUG$ have been demonstrated.	Similarly , levetiracetam does not interact with digoxin , @DRUG$ and the low-dose contraceptive device tab ; however , adverse pharmacodynamic interactions with carbamazepine and @DRUG$ have been demonstrated .	Similarly , levetiracetam does not interact have digoxin , @DRUG$ and the low-dose and pill ; however , adverse pharmacodynamic interactions with carbamazepine contraceptive @DRUG$ with been demonstrated .	Similarly , levetiracetam does not interact with digoxin , @DRUG$ and low-dose contraceptive pill however , adverse pharmacodynamic interactions with carbamazepine and @DRUG$ have been demonstrated .	Levetiracetam does not interact with digoxin or the low-dose contraceptive pill, but adverse pharmacodynamic interactions with carbamazepine have been demonstrated.	1
0	Under the baseline condition, cataplexy was rare in lemborexant-treated WT mice, but when mice were given @DRUG$ @DRUG$ a rewarding stimulus, lemborexant dose-dependently increased cataplexy.	below the baseline condition , cataplexy was uncommon in lemborexant - treated WT mice , but when mice were given @DRUG$ @DRUG$ a rewarding stimulation , lemborexant dose-dependently increased cataplexy .	a the baseline condition , cataplexy was stimulus in lemborexant - treated WT mice , but when mice were given @DRUG$ @DRUG$ rewarding Under rare , lemborexant dose-dependently increased cataplexy .	Under the baseline condition , cataplexy was rare in lemborexant - treated WT mice , but when mice were given @DRUG$ @DRUG$ a , lemborexant dose-dependently increased cataplexy	When mice were given @DRUG$ (a drug that causes cataplexy), @DRUG$ (a rewarding stimulus) increased cataplexy.	0
1	The PP increase induced by OXZ was inhibited by papaverine, but not by @DRUG$, sodium nitroprusside and verapamil, whereas all of these vasodilators were effective against @DRUG$.	The PP growth induced by OXZ was inhibited by papaverine , but not by @DRUG$ , atomic number  nitroprusside and verapamil , whereas all of these vasodilative were effective against @DRUG$ .	The PP increase induced papaverine OXZ these inhibited by by , were not by @DRUG$ , sodium nitroprusside and verapamil , whereas all of was vasodilators but effective against @DRUG$ .	PP increase induced by OXZ was inhibited by papaverine , but by @DRUG$ , sodium nitroprusside and verapamil , whereas all of these vasodilators effective against @DRUG$	OXZ causes an increase in PP, which is inhibited by papaverine but not by @DRUG$, sodium nitroprusside or verapamil. However, all of these vasodilators are effective against @DRUG$.	0
0	Intervertebral disc injection of chymopapain B in the @DRUG$ at a dose level of 186 micrograms (50 units) caused chemonucleolysis in 67% of the rabbits @DRUG$ evidenced by partial dissolution of the nucleus pulposus.	Intervertebral disc injection of chymopapain B in the @DRUG$ at a dose spirit level of 186 micrograms ( 50 units ) caused chemonucleolysis in lxvii % of the rabbits @DRUG$ evidenced by partial dissolution of the cell nucleus pulposus .	Intervertebral the injection of chymopapain B in disc @DRUG$ of the dose level of 186 micrograms ( 50 units ) caused chemonucleolysis in 67 % at the rabbits @DRUG$ evidenced by partial dissolution of a nucleus pulposus .	Intervertebral injection of chymopapain B in @DRUG$ at a dose level of 186 ( units ) caused chemonucleolysis in 67 % of the rabbits @DRUG$ evidenced by partial dissolution of the nucleus pulposus .	Chymopapain B, when injected into the intervertebral disc space, causes the nucleus pulposus to partially dissolve in most rabbits.	1
0	The importance of being @DRUG$ @DRUG$ (in the blood of primates): a longer and healthier life?	The importance of being @DRUG$ @DRUG$ ( in the blood of order primates ) : a longer and healthier life story ?	The importance of being @DRUG$ @DRUG$ ( in the blood : of ) primates a longer and healthier life ?	importance being @DRUG$ @DRUG$ the blood of primates ) : a longer and healthier life ?	The more @DRUG$ you have in your blood, the longer and healthier your life will be.	1
0	The integrated signal intensity of PEGs was quantified under various conditions from the concentrations and MWs of PEG, and ionic strength of solutions, @DRUG$ well as the molar ratios of @DRUG$ to protein.	The integrated signaling intensity of tholepin was quantified under several conditions from the concentrations and MWs of PEG , and ionic strength of solutions , @DRUG$ well as the molar ratios of @DRUG$ to protein .	The integrated signal to of PEGs was quantified under various conditions from and concentrations and MWs of PEG , the ionic strength the solutions , @DRUG$ well as of molar ratios of @DRUG$ intensity protein .	The integrated signal intensity of PEGs was quantified under various conditions from the concentrations and MWs of PEG , and ionic strength of solutions , @DRUG$ well as the molar ratios of @DRUG$ to protein .	The integrated signal intensity of PEGs was quantified under various conditions from the concentrations and MWs of PEG , and ionic strength of solutions , @DRUG$ well as the molar ratios of @DRUG$ to protein ."This means that the relationship between DRUGA and DR	0
0	Copper, @DRUG$, and @DRUG$ are also poultry feed additives.	Copper , @DRUG$ , and @DRUG$ are too poultry feed additives .	Copper poultry @DRUG$ , and @DRUG$ are also , feed additives .	Copper , @DRUG$ , and @DRUG$ are also poultry feed additives .	@DRUG$ is a poultry feed additive, and @DRUG$ is also a poultry feed additive.	0
0	BP was inversely correlated with erythrocyte Mg2+ (r = -0.74, P < .01) and positively correlated with erythrocyte Ca2+ (@DRUG$ = 0.78, @DRUG$ < .001).	BP was reciprocally correlated with rbc Mg2 + ( r = - 0.74 , atomic number  < .01 ) and positively correlated with rbc Ca2 + ( @DRUG$ = 0.78 , @DRUG$ < .001 ) .	BP was with correlated with erythrocyte Mg2 + ( r erythrocyte - 0.74 , P < .01 ) and positively correlated inversely = Ca2 + ( @DRUG$ = 0.78 , @DRUG$ < .001 ) .	BP was inversely correlated with Mg2 + r = - 0.74 , P .01 and positively with erythrocyte Ca2 + ( @DRUG$ = 0.78 , @DRUG$ < .001 ) .	The lower the levels of magnesium in red blood cells, the higher the levels of calcium in red blood cells.	1
1	Brecanavir had a <5-fold increase in EC(50)s against 80% of patient isolates tested and had a greater mean in vitro potency than amprenavir, indinavir, @DRUG$, atazanavir, @DRUG$, and darunavir.	Brecanavir had a < quintet - fold increment in EC ( 50 ) s against 80 % of patient isolates tested and had a dandy stand for in vitro potency than amprenavir , indinavir , @DRUG$ , atazanavir , @DRUG$ , and darunavir .	Brecanavir had a < , - fold increase in darunavir ( 50 ) s against 80 % of patient isolates tested and had EC greater mean in vitro than potency amprenavir , indinavir , @DRUG$ , atazanavir , @DRUG$ 5 and a .	Brecanavir had a < 5 - fold increase in EC ( 50 ) s against 80 % of patient isolates tested and had a greater in vitro potency than amprenavir , indinavir , @DRUG$ , atazanavir , @DRUG$ , and .	Brecanavir had a greater mean in vitro potency than amprenavir, indinavir, @DRUG$, atazanavir, @DRUG$, and darunavir.	0
0	As compared to the 1994-2004 data, there were significant increases in rates of positivity to nickel, quaternium-15, @DRUG$ @DRUG$, lidocaine, and tea tree oil.	As compared to the 1994 - 2004 information , there were significant increases in rates of positivity to nickel , quaternium - 15 , @DRUG$ @DRUG$ , xylocaine , and tea corner oil .	As compared to the 1994 - 2004 data , there were significant increases in rates positivity 15 to nickel , quaternium - of , @DRUG$ @DRUG$ , lidocaine oil and tea tree , .	compared to the 1994 - 2004 data , there were significant increases in rates of positivity to nickel , quaternium - 15 , @DRUG$ @DRUG$ , , and tea tree oil .	There were significant increases in rates of positivity to nickel , quaternium - 15 , @DRUG$ @DRUG$ , lidocaine , and tea tree oil .	0
0	Here, in vitro inhibition data for @DRUG$ and Gem-@DRUG$ were used to assess their impact on the pharmacokinetics of several victim drugs (including rosiglitazone, pioglitazone, cerivastatin, and repaglinide) by employing both static mechanistic and dynamic physiologically based pharmacokinetic (PBPK) models.	Here , in vitro inhibition datum for @DRUG$ and Gem-@DRUG$ were practice to fanny their touch on the pharmacokinetics of several victim drugs ( including rosiglitazone , pioglitazone , cerivastatin , and repaglinide ) by employing both static mechanistic and dynamic physiologically based pharmacokinetic ( PBPK ) models .	Here , in vitro inhibition data for @DRUG$ used Gem-@DRUG$ were and to assess PBPK impact physiologically the pharmacokinetics of several victim drugs ( including rosiglitazone , pioglitazone , cerivastatin , and repaglinide ) by employing models static mechanistic and dynamic on based pharmacokinetic ( their ) both .	Here in vitro inhibition data for @DRUG$ and Gem-@DRUG$ were used to assess their impact the pharmacokinetics of several victim drugs ( including rosiglitazone , pioglitazone cerivastatin , and repaglinide ) by employing both static mechanistic and dynamic physiologically based pharmacokinetic ( PBPK ) models	@DRUG$ and Gem-@DRUG$ can inhibit the absorption, distribution, metabolism, and excretion of other drugs, which can lead to changes in their pharmacokinetics.	0
0	The biotransformation was activated by adding phenolic compounds such @DRUG$ @DRUG$, acetaminophen and flavonoids.	The biotransformation was activated by adding phenolic compounds such @DRUG$ @DRUG$ , panadol and flavonoids .	The biotransformation was activated by adding phenolic , such @DRUG$ @DRUG$ compounds acetaminophen and flavonoids .	The biotransformation was activated by adding phenolic compounds such @DRUG$ @DRUG$ acetaminophen and flavonoids .	The biotransformation was activated by adding phenolic compounds such as @DRUG$, acetaminophen and flavonoids.	1
0	The pyrethroids bifenthrin, S-@DRUG$, bioresmethrin, beta-cyfluthrin, cypermethrin, cis-permethrin, and trans-@DRUG$ were incubated in rat and human hepatic microsomes in the presence or absence of NADPH.	The pyrethroids bifenthrin , S- @DRUG$ , bioresmethrin , beta-cyfluthrin , cypermethrin , cis-permethrin , and trans - @DRUG$ were incubate in rat and man hepatic microsomes in the comportment or absence of NADPH .	The pyrethroids bifenthrin , S- @DRUG$ , bioresmethrin incubated beta-cyfluthrin , and , cis-permethrin , cypermethrin rat - @DRUG$ were , in trans and human hepatic microsomes in the presence or absence of NADPH .	The pyrethroids bifenthrin , S- @DRUG$ , , beta-cyfluthrin , cypermethrin , cis-permethrin , and - @DRUG$ were incubated in rat and human microsomes in the presence absence of NADPH	The pyrethroids bifenthrin, S-@DRUG$, bioresmethrin, beta-cyfluthrin, cypermethrin, cis-permethrin, and trans-@DRUG$ were incubated in rat and human hepatic microsomes in the	0
0	Iron-containing preparations available on the market vary in dosage, salt, and chemical state of @DRUG$ contained in the preparation, @DRUG$ well as in the iron delivery process (immediate or prolonged-release).	Iron-containing preparations available on the market vary in dosage , common salt , and chemical state of @DRUG$ check in the readying , @DRUG$ well as in the iron delivery process ( immediate or prolonged - release ) .	Iron-containing preparations contained of the market vary in dosage , salt , and chemical state on @DRUG$ available in the preparation , @DRUG$ well as ( the iron delivery process in immediate or prolonged - release ) .	Iron-containing preparations on the market vary in dosage , salt , and chemical state of @DRUG$ contained in preparation , @DRUG$ well as in the iron delivery process ( immediate or prolonged - release ) .	Iron-containing preparations available on the market vary in dosage, salt, and chemical state of @DRUG$ contained in the preparation, @DRUG$ well as in the iron delivery process (immediate or prolonged-release).	0
1	In the five phase III trials in patients with rheumatoid arthritis, psoriatic arthritis, or ankylosing spondylitis, there was no clear evidence of improved ACR or ASAS responses with the 100 @DRUG$ dosage compared with the 50 mg dosage of @DRUG$.	In the five form III trials in patients with rheumatoid arthritis , psoriatic arthritis , or ankylosing spondylitis , there was no clear evidence of improved ACR or ASAS reply with the 100 @DRUG$ dosage compared with the l atomic number  dosage of @DRUG$ .	In the five phase arthritis trials 100 or with rheumatoid arthritis , psoriatic III , or ankylosing spondylitis , there was no clear evidence with improved ACR patients ASAS responses of the in @DRUG$ dosage compared with the 50 mg dosage of @DRUG$ .	In the five phase III trials in patients with rheumatoid arthritis , psoriatic arthritis , or ankylosing , there was no clear of improved ACR or ASAS responses with the 100 @DRUG$ dosage compared with 50 dosage of @DRUG$	There was no clear evidence of improved ACR or ASAS responses with the 100 @DRUG$ dosage compared with the 50 mg dosage of @DRUG$ .	0
0	@DRUG$ had significant efficacy vs placebo on the CAPS-2 PTSD symptom clusters of avoidance/numbing (P=.02) and increased arousal (P=.03) but not on reexperiencing/intrusion (@DRUG$=.14).	@DRUG$ had important efficacy vs placebo on the CAPS -2 PTSD symptom clusters of avoidance / numbing ( P=.02 ) and increased stimulation ( P=.03 ) but not on reexperiencing / usurpation ( @DRUG$= .14 ) .	@DRUG$ had significant efficacy vs placebo on the CAPS -2 PTSD symptom clusters of avoidance / numbing on P=.02 ) and but arousal ( ( ) increased not P=.03 reexperiencing / intrusion ( @DRUG$= .14 ) .	@DRUG$ had significant efficacy vs placebo on the CAPS -2 PTSD symptom clusters of avoidance / numbing ( P=.02 ) increased arousal ( P=.03 ) but not on reexperiencing / intrusion ( @DRUG$= .14 ) .	@DRUG$ had significant efficacy vs placebo on the CAPS -2 PTSD symptom clusters of avoidance / numbing ( P=.02 ) and increased arousal ( P=.03 ) but not on reexperiencing / intrusion ( @DRUG$= .14 ) ."DRUGA	0
0	After the initial biopsy, subjects ingested 20 g x d(-1) of @DRUG$ monohydrate, 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of @DRUG$, or 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose + 1000 mg x d(-1) of alpha-lipoic acid for 5 days.	subsequently the initial biopsy , subjects take in twenty g ex d ( - 1 ) of @DRUG$ monohydrate , twenty g ex d ( - 1 ) of creatin monohydrate + 100 g ex d ( - 1 ) of @DRUG$ , or twenty g ex d ( - 1 ) of creatin monohydrate + 100 g ex d ( - 1 ) of saccharose + 1000 magnesium ex d ( - 1 ) of alpha-lipoic acerb for 5 days .	After the creatine acid , - ingested 20 g 20 d ( - 1 ) of @DRUG$ monohydrate , x g x + ( - 1 ) of initial monohydrate + 100 g x d ( - 1 ) of @DRUG$ , or biopsy g ( d ( - 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose d 1000 mg x d subjects x 1 ) of alpha-lipoic 20 for 5 days .	After the initial biopsy , subjects ingested 20 g x d ( - 1 ) of @DRUG$ monohydrate , 20 g x d ( - 1 ) creatine monohydrate + 100 g x d ( of @DRUG$ , or 20 g x d ( 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose + 1000 mg x d ( - 1 ) of alpha-lipoic acid for 5 days .	After the initial biopsy, subjects ingested 20 g x d (-1) of @DRUG$ monohydrate, 20 g x d (-1) of creatine monohydrate + 100 g x d (-1) of @DRUG$, or 20 g x d (-1) of creatine monohydrate + 100	0
0	Several organic acids in @DRUG$ nitrogen broth yielded a lower pH than equimolar boric acid and @DRUG$ but were less inhibitory.	Several organic acids in @DRUG$ nitrogen broth yielded a lower ph scale than equimolar boracic acid and @DRUG$ but were less inhibitory .	Several but acids in @DRUG$ nitrogen broth yielded a lower pH than equimolar boric acid and @DRUG$ organic less were inhibitory .	Several acids in @DRUG$ broth yielded lower pH than equimolar boric acid and @DRUG$ but were less inhibitory .	The organic acids in @DRUG$ nitrogen broth inhibited the growth of bacteria less than equimolar boric acid and @DRUG$.	0
0	Nitro-prednisolone was much more potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model (higher impact on neutrophil migration and soluble mediator generation) @DRUG$ well as in models of chronic inflammation (air-pouch granuloma and collagen II-induced arthritis).	Nitro- prednisolone was much more potent than @DRUG$ and the derivative devoid of the azotic ester in an acute peritonitis model ( eminent impact on neutrophil migration and soluble mediator generation ) @DRUG$ well as in models of inveterate inflammation ( air - bulge granuloma and collagen II - cause arthritis ) .	Nitro- of was much more potent ( @DRUG$ and the derivative devoid prednisolone the collagen ester in an acute peritonitis model neutrophil higher impact on - migration and soluble mediator generation ) @DRUG$ well as in models of chronic inflammation ( air than pouch granuloma and nitric II - induced arthritis ) .	Nitro- prednisolone was much potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model ( higher impact on neutrophil migration and soluble mediator generation ) @DRUG$ well as in models chronic inflammation air - pouch granuloma collagen II - induced arthritis ) .	Nitro- prednisolone was much more potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model ( higher impact on neutrophil migration and soluble mediator generation ) @DRUG$ well as in models of chronic inflammation ( air - pouch	0
0	At the end of 2003, three companies were in early clinical development of an anti-@DRUG$ vaccine: Xenova (@DRUG$), Nabi (NicVAX) and Cytos (Nicotine-Qbeta).	astatine the end of 2003 , three companies were in early clinical growth of an anti-@DRUG$ vaccinum : Xenova ( @DRUG$ ) , Nabi ( NicVAX ) and Cytos ( Nicotine - Qbeta ) .	At the end of 2003 , three companies were in early clinical development of ) anti-@DRUG$ vaccine : and ( @DRUG$ ) , Nabi ( NicVAX ) an Cytos ( Nicotine - Qbeta Xenova .	the end of , three companies were in early clinical development of an anti-@DRUG$ vaccine : Xenova ( @DRUG$ ) , Nabi ( NicVAX ) and Cytos ( Qbeta ) .	At the end of 2003, three companies were in early clinical development of an anti-@DRUG$ vaccine: Xenova (@DRUG$), Nabi (NicVAX), and Cytos (Nicotine-Qbeta).	0
0	Of the 79 antibodies in late-stage studies, 40 were undergoing evaluation as treatments for cancer, and potentially 9 of these (belantamab mafodotin, oportuzumab monatox, @DRUG$, dostarlimab, spartalizumab, 131I-omburtamab, loncastuximab tesirine, @DRUG$, and zalifrelimab) may enter regulatory review in late 2019 or in 2020.	Of the 79 antibodies in late-stage studies , forty were undergoing valuation as discourse for genus cancer , and potentially 9 of these ( belantamab mafodotin , oportuzumab monatox , @DRUG$ , dostarlimab , spartalizumab , 131I - omburtamab , loncastuximab tesirine , @DRUG$ , and zalifrelimab ) may enter regulative review in late 2019 or in 2020 .	Of the 79 131I in late-stage studies , 40 were undergoing evaluation as treatments for cancer , , potentially 9 of these ( belantamab mafodotin , 2020 monatox , @DRUG$ , dostarlimab , spartalizumab , zalifrelimab - omburtamab , antibodies tesirine , @DRUG$ and and loncastuximab ) may enter regulatory review in late 2019 or in oportuzumab .	Of the 79 antibodies late-stage studies , 40 were undergoing evaluation treatments for cancer , and 9 of these ( belantamab mafodotin , oportuzumab monatox , @DRUG$ , dostarlimab , spartalizumab , 131I - omburtamab , loncastuximab tesirine , @DRUG$ , and zalifrelimab ) may enter regulatory review in late 2019 or in 2020 .	Of the 79 antibodies in late-stage studies, 40 were undergoing evaluation as treatments for cancer, and potentially 9 of these (belantamab mafodotin, oportuzumab monatox, @DRUG$, dostarlimab, spartalizumab, 131	1
0	A new HMG-@DRUG$ reductase inhibitor, rosuvastatin, exerts anti-inflammatory effects on the microvascular endothelium: the role of @DRUG$.	amp new HMG -@DRUG$ reductase inhibitor , rosuvastatin , exerts anti-inflammatory effects on the microvascular endothelium : the part of @DRUG$ .	microvascular new the -@DRUG$ reductase inhibitor , rosuvastatin , exerts anti-inflammatory effects on HMG A endothelium : the role of @DRUG$ .	A new HMG -@DRUG$ reductase inhibitor , rosuvastatin , exerts anti-inflammatory on the microvascular endothelium : the role @DRUG$ .	The new HMG -@DRUG$ reductase inhibitor, rosuvastatin, reduces inflammation in the microvascular endothelium by inhibiting the activity of @DRUG$.	0
0	Microdialysis studies demonstrated that acute administration of talnetant (30 @DRUG$/kg i.@DRUG$.) produced significant increases in extracellular dopamine and norepinephrine in the medial prefrontal cortex and attenuated haloperidol-induced increases in nucleus accumbens dopamine levels in the freely moving guinea pigs.	Microdialysis studies march that acute governing body of talnetant ( 30 @DRUG$ / kg i.@DRUG$ . ) produced pregnant increases in extracellular dopamine and norepinephrine in the medial prefrontal cortex and attenuated haldol - induced increases in nucleus accumbens dopamine levels in the freely moving guinea pigs .	Microdialysis studies demonstrated that acute administration of talnetant ( kg @DRUG$ / 30 i.@DRUG$ . ) produced significant increases in extracellular dopamine levels norepinephrine in the medial prefrontal the and attenuated haloperidol - induced increases in nucleus accumbens dopamine and in cortex freely pigs guinea moving .	Microdialysis studies demonstrated that administration of talnetant ( 30 @DRUG$ / kg . ) produced significant increases in extracellular dopamine and norepinephrine in the medial prefrontal and attenuated haloperidol - induced increases in nucleus accumbens dopamine levels in the freely guinea pigs .	Acute administration of talnetant ( 30 @DRUG$ / kg i.@DRUG$ . ) produced significant increases in extracellular dopamine and norepinephrine in the medial prefrontal cortex and attenuated haloperidol - induced increases in nucleus accumbens dopamine levels in the freely moving	0
0	@DRUG$ itself is either eliminated by the renal route (20%) or conjugated in the liver to rhein glucuronide (60%) and rhein @DRUG$ (20%); these metabolites are mainly eliminated by the kidney.	@DRUG$ itself is either eliminated by the nephritic route (  % ) or conjugated in the liver to rhine glucuronide ( 60 % ) and rhine @DRUG$ (  % ) ; these metabolite are mainly eliminated by the kidney .	@DRUG$ % is to eliminated renal the by route ( 20 % ) or conjugated in the liver either rhein glucuronide ( 60 % ) and rhein @DRUG$ ( 20 ; ) itself these metabolites are mainly eliminated by the kidney .	@DRUG$ itself either eliminated by the renal route ( 20 ) or conjugated in liver to rhein glucuronide ( % ) and rhein @DRUG$ ( 20 % ) ; these metabolites are mainly eliminated by the .	@DRUG$ is either eliminated by the renal route ( 20 % ) or conjugated in the liver to rhein glucuronide ( 60 % ) and rhein @DRUG$ ( 20 % ) ; these metabolites are mainly eliminated by the kidney .	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, @DRUG$, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, @DRUG$, and tolmetin in urine samples.	This method allowed the sleuthing of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acidulent , @DRUG$ , diflunisal , etodolac , fenbufen , nalfon , flufenamic acidulent , ansaid , isobutylphenyl propionic acid , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acidulent , mefenamic acidulent , mofebutazone , naproxen , niflumic acidulent , butazolidin , suxibuzone , tiaprofenic acidulent , @DRUG$ , and tolmetin in urine sample distribution .	This method , the detection of allowed concentrations of acemetacin , , ( tolmetin paracetamol niflumic acetylsalicylic acid , @DRUG$ , diflunisal , acid , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic etodolac , mefenamic acid , mofebutazone , naproxen , acetaminophen acid , phenylbutazone therapeutic suxibuzone , tiaprofenic acid , @DRUG$ , and ) in urine samples .	This method allowed detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol , acetylsalicylic acid , @DRUG$ , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid mefenamic , mofebutazone , naproxen , acid , , suxibuzone , tiaprofenic , @DRUG$ , and tolmetin urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, @DRUG$, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic	1
0	On Day 63, three of the patients received an additional single intravenous (i.v.) pulse dose of 1 @DRUG$ of 14C-labelled @DRUG$.	On Day 63 , three of the patients received an extra single intravenous ( i.v. ) pulse dose of 1 @DRUG$ of 14C - judge @DRUG$ .	On Day pulse ( three of the patients received an additional single intravenous , i.v. ) 63 dose of 1 @DRUG$ of 14C - labelled @DRUG$ .	On Day 63 three of the patients received an additional intravenous ( i.v. pulse dose of 1 @DRUG$ of 14C - labelled @DRUG$ .	On Day 63, three of the patients received an additional single intravenous (i.v.) pulse dose of 1 @DRUG$ of 14C-labelled @DRUG$.	0
0	Tumor cell lysis by @DRUG$ prevents cells from resorting to alternative checkpoints @DRUG$ shown by targeting PD-1 and the upregulation of TIM-3.	Tumor cell lysis by @DRUG$ prevents cells from resorting to choice checkpoints @DRUG$ point by targeting PD - 1 and the upregulation of TIM -3 .	Tumor cell lysis by @DRUG$ prevents cells from resorting to alternative checkpoints @DRUG$ of by targeting PD - 1 and shown upregulation the TIM -3 .	Tumor cell lysis by @DRUG$ prevents cells from resorting alternative checkpoints @DRUG$ shown by targeting PD - 1 and the upregulation of TIM -3 .	@DRUG$ causes tumor cells to die, which in turn prevents the cells from using alternative checkpoints (such as PD-1 and TIM-3) to survive.	1
0	While still on @DRUG$, they underwent ovarian stimulation with FSH given i.m. twice a day, and @DRUG$ (10 000 IU) at follicular maturity, followed by intrauterine insemination.	piece still on @DRUG$ , they underwent ovarian stimulation with FSH given i.m. doubly a day , and @DRUG$ ( 10 000 IU ) at follicular due date , followed by intrauterine insemination .	follicular still on @DRUG$ maturity they underwent ovarian stimulation with FSH given i.m. twice a day , and @DRUG$ ( 10 000 IU ) While at , , followed by intrauterine insemination .	While still on @DRUG$ , underwent ovarian stimulation FSH given i.m. twice a day and @DRUG$ ( 10 000 IU ) at follicular maturity , followed by intrauterine insemination .	While still on @DRUG$, they underwent ovarian stimulation with FSH given i.m. twice a day, and @DRUG$ (10 000 IU) at follicular maturity, followed by intrauterine insemination.	0
0	Macrolides, ketolides, and glycylcyclines: azithromycin, clarithromycin, @DRUG$, @DRUG$.	Macrolides , ketolides , and glycylcyclines : azithromycin , clarithromycin , @DRUG$ , @DRUG$ .	Macrolides , , , and glycylcyclines : azithromycin , clarithromycin , @DRUG$ ketolides @DRUG$ .	Macrolides , ketolides , and glycylcyclines : azithromycin , clarithromycin , @DRUG$ , @DRUG$	Macrolides , ketolides , and glycylcyclines : azithromycin , clarithromycin , @DRUG$ are all antibiotics, while @DRUG$ is a cholesterol-lowering drug.	0
0	When combined with @DRUG$, the total median opiate dosage from breast @DRUG$ is 0.7% of a therapeutic dosage for older infants.	When combined with @DRUG$ , the sum median opiate dosage from chest @DRUG$ is 0.7 % of a therapeutic dosage for older infants .	When combined with @DRUG$ , the 0.7 median opiate dosage from breast @DRUG$ a total % of is therapeutic dosage for older infants .	When combined with @DRUG$ , the total median opiate dosage from breast @DRUG$ is 0.7 % of a therapeutic dosage older infants .	When combined with @DRUG$, the total median opiate dosage from breast @DRUG$ is 0.7% of a therapeutic dosage for older infants.	0
0	SAMPLE POPULATION--100 mg of MPA or 4 @DRUG$ of @DRUG$ was administered to 2 groups of 4 healthy sound radiographically normal female horses.	SAMPLE universe --100 mg of MPA or iv @DRUG$ of @DRUG$ was administered to 2 groups of iv healthy sound radiographically normal female horses .	SAMPLE POPULATION --100 mg of MPA or 4 @DRUG$ of @DRUG$ was 4 to 2 groups of administered healthy sound radiographically normal female horses .	SAMPLE POPULATION --100 mg of MPA or 4 @DRUG$ of @DRUG$ was to 2 groups of 4 healthy sound radiographically female horses .	A sample population of 100 mg of MPA or 4 @DRUG$ of @DRUG$ was administered to 2 groups of 4 healthy sound radiographically normal female horses.	0
0	The exact chemical structures of AGT-DNA cross-links induced by chlorambucil and mechlorethamine were identified @DRUG$ N-(2-[ S-cysteinyl]ethyl)- N-(2-[guan-7-yl]ethyl)- p-aminophenylbuyric acid and N-(2-[ S-cysteinyl]ethyl)- N-(2-[guan-7-yl]ethyl)@DRUG$, respectively, based upon HPLC-MS/MS analysis of protein hydrolysates in parallel with the corresponding amino acid conjugates prepared synthetically.	The exact chemical substance social organization of AGT - DNA cross-links rush by chlorambucil and mechlorethamine were identified @DRUG$ N -( 2 - [ S-cysteinyl ] ethyl ) - N-( 2-[ guan-7-yl]ethyl ) - p-aminophenylbuyric virulent and N -( 2 - [ S-cysteinyl ] ethyl ) - N -( 2-[ guan-7-yl ] ethyl ) @DRUG$ , severally , free base upon HPLC - MS / MS analysis of protein hydrolysates in parallel with the corresponding amino virulent conjugates make synthetically .	The exact acid structures of AGT - DNA -( induced by chlorambucil and cross-links were identified @DRUG$ N -( 2 - [ chemical ] ethyl ) - N-( 2-[ guan-7-yl]ethyl [ - p-aminophenylbuyric S-cysteinyl and N -( 2 - ) S-cysteinyl ] ethyl N - ) mechlorethamine 2-[ guan-7-yl ] ethyl ) @DRUG$ , respectively , based upon HPLC - MS / MS analysis with protein hydrolysates in parallel of the corresponding amino acid conjugates prepared synthetically .	exact chemical structures of - cross-links induced by chlorambucil and mechlorethamine were identified @DRUG$ N -( - [ S-cysteinyl ] ethyl ) N-( 2-[ guan-7-yl]ethyl ) - acid and N -( 2 [ S-cysteinyl ] ethyl ) N -( guan-7-yl ] ethyl ) @DRUG$ , respectively , based upon HPLC - MS / MS analysis protein hydrolysates in parallel with the corresponding amino acid conjugates prepared .	The chemical structures of AGT - DNA cross-links induced by chlorambucil and mechlorethamine were identified as @DRUG$ N -( 2 - [ S-cysteinyl ] ethyl ) - N-( 2-[ guan-7-yl]ethyl ) - p-	1
1	@DRUG$, a mixed nicotinic receptor agonist/antagonist, does not affect the @DRUG$ cue.	@DRUG$ , a mixed nicotinic receptor protagonist / antagonist , does not affect the @DRUG$ cue .	@DRUG$ does a mixed nicotinic receptor agonist / antagonist , , not affect the @DRUG$ cue .	@DRUG$ , a mixed nicotinic agonist / antagonist , does not affect the @DRUG$ cue .	@DRUG$ does not affect the @DRUG$ cue.	0
1	@DRUG$ was administered as a once-daily dose of 4 @DRUG$/kg.	@DRUG$ was administered as a once-daily dose of tetrad @DRUG$ / kg .	@DRUG$ was administered kg a once-daily dose of 4 @DRUG$ / as .	@DRUG$ was administered as a once-daily dose of 4 @DRUG$ / kg	For every 4 kg of @DRUG$, 1 kg of @DRUG$ is administered.	0
0	In reSURFACE 2, 1090 patients were randomly assigned, 314 to tildrakizumab 200 mg, 307 to @DRUG$ 100 mg, 156 to placebo, and 313 to @DRUG$.	inwards reSURFACE deuce , 1090 patients were randomly arrogate , 314 to tildrakizumab 200 mg , 307 to @DRUG$ 100 mg , 156 to placebo , and 313 to @DRUG$ .	In reSURFACE 2 , 1090 100 were randomly assigned , 314 to , 200 mg , 307 to @DRUG$ mg patients tildrakizumab 156 to placebo , and 313 to @DRUG$ .	In reSURFACE , patients were randomly assigned , 314 to tildrakizumab 200 mg 307 to @DRUG$ 100 mg , 156 to placebo , 313 to @DRUG$ .	314 patients were randomly assigned to tildrakizumab 200 mg, 307 to @DRUG$ 100 mg, 156 to placebo, and 313 to @DRUG$.	0
0	In addition ground beef was packaged in clipped chub packs, beef loin steaks were vacuum packaged, and @DRUG$ chops were packaged in an atmosphere of 60% @DRUG$(2)/40% N(2) with each pack containing an O(2) absorber.	In addition ground beef was packaged in clipped chub packs , beef loin steak were vacancy packaged , and @DRUG$ chops were packaged in an atmosphere of 60 % @DRUG$ ( two ) / 40 % N( two ) with each take containing an O( two ) absorber .	2 addition ground beef was packaged containing clipped chub packs , beef loin steaks were vacuum packaged an and @DRUG$ chops were packaged in an atmosphere of 60 % @DRUG$ ( In ) / 40 % N( 2 ) with each , in pack O( 2 ) absorber .	In addition ground beef was packaged in clipped chub packs , beef loin steaks were vacuum packaged , and @DRUG$ chops were packaged in an atmosphere of 60 % @DRUG$ ( ) / 40 % 2 ) with each pack containing an O( 2 ) absorber .	@DRUG$ chops were packaged in an atmosphere of 60 % @DRUG$ ( 2 ) / 40 % N( 2 ) with each pack containing an O( 2 ) absorber .	0
0	This decrease was entirely due to the loss of cholesterol from the LDL pool because LDL cholesterol was decreased by 3.3 and 3.2 mmol/@DRUG$ after 1% and 2% (w/w) @DRUG$, respectively.	This reduction was whole due to the loss of cholesterin from the LDL pool because LDL cholesterin was decreased by 3.3 and 3.2 mmol / @DRUG$ after 1 % and 2 % ( w/ tungsten ) @DRUG$ , respectively .	This decrease was entirely cholesterol to the loss of due and the LDL pool LDL because cholesterol was decreased by 3.3 and 3.2 mmol / @DRUG$ after 1 % w/ 2 % ( from w ) @DRUG$ , respectively .	This decrease was entirely due to the loss of cholesterol from the LDL pool LDL cholesterol was decreased by 3.3 and 3.2 mmol @DRUG$ after 1 % and 2 % ( w/ w ) @DRUG$ , respectively .	The decrease in LDL cholesterol was due to the loss of cholesterol from the LDL pool because LDL cholesterol was decreased by 3.3 and 3.2 mmol / @DRUG$ after 1 % and 2 % ( w/ w ) @DRUG$ , respectively .	0
0	Prucalopride was a 5-HT(4) receptor agonist in the guinea-pig colon, as it induced contractions (pEC(50)=7.48+/-0.06; insensitive to a 5-HT(2A) or @DRUG$(3) receptor antagonist, but inhibited by a 5-HT(4) receptor antagonist) @DRUG$ well as the facilitation of electrical stimulation-induced noncholinergic contractions (blocked by a 5-HT(4) receptor antagonist).	Prucalopride was a 5 - HT ( quatern ) sense organ protagonist in the guinea- pig el salvadoran colon , as it induced contractions ( pEC ( l ) =7.48+/-0.06 ; insensitive to a 5 - HT ( 2A ) or @DRUG$ ( troika ) sense organ antagonist , but inhibited by a 5 - HT ( quatern ) sense organ antagonist ) @DRUG$ well as the facilitation of electric stimulus - induced noncholinergic contractions ( blocked by a 5 - HT ( quatern ) sense organ antagonist ) .	Prucalopride was a 5 - HT ( 4 blocked receptor agonist in ( guinea- pig colon 3 as it induced contractions ( pEC the 50 ) =7.48+/-0.06 ; insensitive to a , - HT ( 2A 4 or @DRUG$ ( 5 ) receptor antagonist , but inhibited by a 5 - receptor ( ) ) HT antagonist ) @DRUG$ well antagonist the facilitation of electrical stimulation - induced noncholinergic ( contractions ) by a 5 - HT ( 4 ) receptor as ) .	Prucalopride was a 5 - HT ( 4 ) receptor agonist in the guinea- pig colon , as it induced contractions ( pEC ( 50 =7.48+/-0.06 ; insensitive to a 5 HT ( 2A ) or @DRUG$ 3 receptor antagonist , but inhibited by a 5 - HT ( 4 ) receptor antagonist ) @DRUG$ as the facilitation of stimulation - induced noncholinergic contractions ( blocked by a 5 - HT ( 4 ) receptor antagonist ) .	Prucalopride is a drug that activates the 5-HT4 receptor in the guinea pig colon. This drug causes the colon to contract, and it also facilitates electrical stimulation-induced contractions. However, it is blocked by a 5-HT4 receptor antagonist.	1
0	The antiprogestational potency was as follows: @DRUG$/CDB-2914/CDB-4124/monodemethylated metabolites (IC(50)'s approximately 10(-9)@DRUG$) > aromatic A-ring derivatives (IC(50)'s approximately 10(-8)M) > didemethylated/17alpha-hydroxy derivatives (IC(50)'s approximately 10(-7)M).	The antiprogestational potency was as keep an eye on : @DRUG$ / CDB -2914/CDB -4124 / monodemethylated metabolites ( national intelligence community ( fifty ) 's approximately 10 ( - 9 ) @DRUG$ ) > aromatic A-ring derivatives ( national intelligence community ( fifty ) 's approximately 10 ( - octonary )  ) > didemethylated / 17alpha-hydroxy derivatives ( national intelligence community ( fifty ) 's approximately 10 ( - sevener )  ) .	The ( potency was aromatic follows : @DRUG$ / CDB ( -4124 / monodemethylated metabolites ( 17alpha-hydroxy > 50 ) 's approximately 10 ( - 9 ) @DRUG$ ) ( as A-ring derivatives ( IC -2914/CDB 50 ) 's approximately 10 antiprogestational - 8 ) M ) > didemethylated / IC derivatives ( IC ( 50 ) 's approximately 10 ( - 7 ) M ) .	The antiprogestational potency was as follows @DRUG$ / CDB -2914/CDB -4124 / monodemethylated metabolites ( IC ( 50 ) 's approximately 10 ( - 9 ) @DRUG$ > aromatic A-ring derivatives ( ( 50 ) 's approximately 10 ( - 8 ) M ) > didemethylated / 17alpha-hydroxy derivatives ( IC ( 50 ) 's approximately 10 7 ) M ) .	The antiprogestational potency was as follows: @DRUG$ was more potent than CDB -2914, CDB -4124, and the monodemethylated metabolites of @DRUG$ ; the aromatic A-ring derivatives of DRUGA were more potent than the didemethyl	0
0	The ocular pharmacokinetics of latanoprost (13,14-dihydro-17-phenyl-18, 19,20-trinor-PGF(2alpha)-isopropyl ester; Xalatan [Pharmacia-Upjohn, Peapack, NJ]) was studied in patients undergoing cataract surgery using radio-immunoassay, and the systemic pharmacokinetics of @DRUG$ was studied in healthy human volunteers with 3H-latanoprost @DRUG$ well as radioimmunoassay.	The ocular pharmacokinetics of latanoprost ( 13,14 - dihydro-17 - phenyl -18 , 19,20-trinor-PGF (2alpha ) -isopropyl ester ; Xalatan [ Pharmacia - Upjohn , Peapack , NJ ] ) was studied in patient role undergo cataract operating theatre victimisation radio-immunoassay , and the systemic pharmacokinetics of @DRUG$ was studied in sizable human volunteers with 3H - latanoprost @DRUG$ fountainhead as radioimmunoassay .	3H Pharmacia pharmacokinetics of latanoprost ( Upjohn - dihydro-17 - phenyl -18 , 19,20-trinor-PGF (2alpha ) -isopropyl ester ; Xalatan [ ocular - 13,14 , well , patients ] ) was studied in NJ undergoing cataract surgery using radio-immunoassay , systemic the and pharmacokinetics of @DRUG$ was studied in healthy human volunteers with The - latanoprost @DRUG$ Peapack as radioimmunoassay .	The ocular pharmacokinetics of latanoprost ( 13,14 - dihydro-17 - phenyl -18 , 19,20-trinor-PGF (2alpha ) -isopropyl ester [ Pharmacia Upjohn , NJ ] ) was studied in patients undergoing cataract surgery using radio-immunoassay , and systemic pharmacokinetics @DRUG$ studied in healthy human volunteers with - latanoprost @DRUG$ well as radioimmunoassay .	Latanoprost is a drug that is used to treat glaucoma. It is a prostaglandin analogue, which means that it is similar to a hormone that is naturally produced in the body. Latanoprost is administered as an eyedrop, and it works by decreasing the	1
0	Pre-dose baseline pain intensity (6.6 on a 0- to 10-point numerical rating scale) was reduced by 1.049 points with placebo, by 1.428 points with @DRUG$, by 2.252 points with @DRUG$ and by 2.410 points with nicoboxil/nonivamide after 8 h (p < 0.0001 for nicoboxil/nonivamide vs. placebo, nicoboxil; p = 0.4171 for nicoboxil/nonivamide vs. nonivamide).	Pre-dose baseline painful sensation intensity ( 6.6 on a 0 - to  - channelise numeral rating scale ) was boil down by 1.049 points with placebo , by 1.428 points with @DRUG$ , by 2.252 points with @DRUG$ and by 2.410 points with nicoboxil / nonivamide after 8 plancks constant ( phosphorus < 0.0001 for nicoboxil / nonivamide vs. placebo , nicoboxil ; phosphorus = 0.4171 for nicoboxil / nonivamide vs. nonivamide ) .	Pre-dose baseline 0.4171 6.6 1.428 intensity on a 0 - to by - point numerical rating scale ) was reduced by 1.049 points pain placebo , by ( points with @DRUG$ , 10 2.252 points with @DRUG$ and by 2.410 points with nicoboxil p / after 8 h ( p < 0.0001 for nicoboxil nonivamide nonivamide vs. placebo , nicoboxil ; / = with for nicoboxil / nonivamide vs. nonivamide ) .	Pre-dose baseline pain ( 6.6 on a 0 - to 10 - point numerical rating scale ) was reduced by 1.049 points with placebo , by 1.428 points with @DRUG$ , by 2.252 points with @DRUG$ and by 2.410 points with nicoboxil / nonivamide after 8 h ( p < 0.0001 for / nonivamide vs. placebo , nicoboxil ; p = 0.4171 for nicoboxil / nonivamide vs. ) .	Pre-dose baseline pain intensity ( 6.6 on a 0 - to 10 - point numerical rating scale ) was reduced by 1.428 points with @DRUG$ , by 2.252 points with @DRUG$ and by 2.410 points with nicoboxil / nonivamide after 8	0
1	A HPLC method with diode-array detection, at 265 nm, was developed and validated for the determination of ten sulfonamides (SAs): sulfadiazine (SDZ), sulfathiazine (STZ), sulfamethoxine (SMTH), sulfamethizole (SMZ), @DRUG$ (SMPZ), sulfamonomethoxine (SMMX), @DRUG$ (SMXZ), sulfisoxazole (SIX), sulfadimethoxine (SDMX), and sulfaquinoxaline (SQX) in milk.	amp HPLC method acting with diode-array catching , at 265 millimicron , was developed and formalise for the determination of ten sulfa drug ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , @DRUG$ ( SMPZ ) , sulfamonomethoxine ( SMMX ) , @DRUG$ ( SMXZ ) , sulfisoxazole ( half dozen ) , sulfadimethoxine ( SDMX ) , and sulfaquinoxaline ( SQX ) in milk .	A HPLC method with diode-array , , ) 265 nm ) was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH at , sulfisoxazole ( SMZ ( detection @DRUG$ ( SMPZ , , sulfamonomethoxine ) SMMX ) , @DRUG$ sulfamethizole SMXZ ) , ( ( SIX ) , sulfadimethoxine ( SDMX ) , and sulfaquinoxaline ( SQX ) in milk .	A HPLC method with diode-array detection , at 265 nm , was validated the determination of ten sulfonamides ( ) : sulfadiazine ( SDZ ) , sulfathiazine ( ) sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , @DRUG$ ( SMPZ ) , sulfamonomethoxine ( SMMX ) , @DRUG$ SMXZ ) , sulfisoxazole ) , sulfadimethoxine ( SDMX ) sulfaquinoxaline ( SQX ) in milk .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH )	1
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, @DRUG$, ketoprofen, lonazolac, meclofenamic acid, @DRUG$, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method allowed the spotting of healing assiduousness of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acerb , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acerb , flurbiprofen , motrin , indometacin , @DRUG$ , ketoprofen , lonazolac , meclofenamic acerb , @DRUG$ , mofebutazone , naproxen , niflumic acerb , butazolidin , suxibuzone , tiaprofenic acerb , tolfenamic acerb , and tolmetin in urine try out .	This method allowed the , of therapeutic concentrations tolmetin acemetacin , acetaminophen ( urine ) , acetylsalicylic acid , diclofenac , diflunisal tolfenamic etodolac , fenbufen , fenoprofen , flufenamic acid acid flurbiprofen , ibuprofen , indometacin , @DRUG$ , ketoprofen , lonazolac , meclofenamic , detection @DRUG$ , mofebutazone , naproxen , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , , acid , and of in paracetamol samples .	This method the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen fenoprofen , flufenamic acid flurbiprofen , ibuprofen , indometacin , @DRUG$ , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone , naproxen , acid , phenylbutazone , suxibuzone , tiaprofenic acid , acid , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	Using paclitaxel @DRUG$ an internal standard (IS), a simple liquid-liquid extraction method with ethyl @DRUG$ was adopted for plasma sample pretreatment.	Using paclitaxel @DRUG$ an internal standard ( IS ) , a simple liquid-liquid extraction method with ethyl radical @DRUG$ was adopted for plasma try pretreatment .	Using paclitaxel @DRUG$ an internal standard ( IS ) , a simple liquid-liquid extraction method with ethyl @DRUG$ was adopted for plasma sample pretreatment .	Using paclitaxel @DRUG$ an internal standard ( IS ) , a simple liquid-liquid extraction method with ethyl @DRUG$ was adopted for plasma sample .	Paclitaxel @DRUG$ is used as an internal standard, and a simple liquid-liquid extraction method with ethyl @DRUG$ is adopted for plasma sample pretreatment.	0
0	The objective of this study was to assess the pharmacokinetics of @DRUG$ in healthy lactating women, including the excretion into breast @DRUG$.	The objective of this study was to assess the pharmacokinetics of @DRUG$ in levelheaded give suck women , including the excretion into breast @DRUG$ .	The objective of this breast was to assess the pharmacokinetics of @DRUG$ in the lactating women , including healthy excretion into study @DRUG$ .	The objective of this study was to assess pharmacokinetics of @DRUG$ in healthy lactating women , including the excretion breast @DRUG$ .	The study found that @DRUG$ is excreted into breast milk, and that it is possible that @DRUG$ could also be excreted into breast milk.	0
0	This multicenter, double-blind, randomised study was undertaken to determine the efficacy and safety of a combination of troxerutin 150 mg and @DRUG$ 1.5 @DRUG$ compared to carbazochrome alone in patients with acute uncomplicated hemorrhoids.	This multicenter , double- blind , randomised study was undertaken to check the efficacy and safety of a combination of troxerutin  mg and @DRUG$ 1.5 @DRUG$ compared to carbazochrome alone in patients with acute elementary hemorrhoids .	This multicenter and double- blind , randomised study was of to determine the efficacy and safety undertaken a combination of troxerutin 150 mg , @DRUG$ 1.5 @DRUG$ in to carbazochrome alone compared patients with acute uncomplicated hemorrhoids .	This multicenter , double- blind randomised study was undertaken to determine the efficacy and safety of a combination of troxerutin 150 mg and @DRUG$ 1.5 @DRUG$ to carbazochrome alone in patients with acute uncomplicated hemorrhoids .	This study found that a combination of troxerutin and @DRUG$ was more effective than carbazochrome alone in treating hemorrhoids.	1
1	Thus, although clinical experience is limited at present, available data suggest that, in common with other LMW heparins, @DRUG$ is likely to prove an effective alternative to @DRUG$ for both the prevention and treatment of DVT, with the advantage of more convenient administration and decreased monitoring requirements.	thus , although clinical experience is limited at present , useable data suggest that , in common with other LMW lipo hepin , @DRUG$ is likely to prove an in effect alternative to @DRUG$ for both the prevention and treatment of DVT , with the advantage of more convenient administration and decreased monitoring necessity .	of , although clinical experience is limited at present , available data suggest that treatment in common with other LMW heparins , @DRUG$ is likely to prove an effective alternative to @DRUG$ for of and the and , Thus DVT , with prevention advantage both more convenient administration the decreased monitoring requirements .	Thus clinical experience is at present , available data suggest that , in common with other LMW heparins , @DRUG$ is likely to prove an alternative to @DRUG$ for both the prevention and treatment of DVT , with the advantage of more convenient administration and decreased monitoring .	@DRUG$ is likely to prove an effective alternative to @DRUG$ for both the prevention and treatment of DVT, with the advantage of more convenient administration and decreased monitoring requirements.	0
0	However, resistance to tylosin and @DRUG$, which like @DRUG$, are 16-membered macrolides, was observed.	however , resistance to tylosin and @DRUG$ , which like @DRUG$ , are  - membered macrolides , was observed .	, , resistance to tylosin and @DRUG$ , which like @DRUG$ , are 16 - membered macrolides However was observed .	However , resistance to tylosin and @DRUG$ , which like @DRUG$ , are 16 - membered macrolides , was observed .	However, resistance to tylosin and @DRUG$, which like @DRUG$, are 16-membered macrolides, was observed.	0
1	The effects of trazodone and @DRUG$ on several antidepressant drug screens are mediated by antagonist action at 5-HT2 receptors and inhibition of @DRUG$ uptake, respectively.	The effects of trazodone and @DRUG$ on respective antidepressant drug screens are mediated by antagonist action at quintuplet - HT2 receptors and inhibition of @DRUG$ uptake , respectively .	The effects of trazodone and @DRUG$ on several antidepressant at screens are mediated by antagonist action 5 drug - HT2 receptors and inhibition of @DRUG$ uptake , respectively .	The effects of trazodone and @DRUG$ on several antidepressant screens are mediated by antagonist action at 5 - HT2 receptors inhibition of @DRUG$ uptake , respectively .	The effects of trazodone and @DRUG$ on several antidepressant drug screens are mediated by antagonist action at 5 - HT2 receptors and inhibition of @DRUG$ uptake, respectively."In other words, trazodone and DRUGA have similar effects on antidepressant drug screens, and	0
0	"Today, benzodiazepines and the so-called ""non-benzodiazepines"", such @DRUG$ @DRUG$, which both act on benzodiazepine receptors, are drugs of first choice and they are substitutes for barbiturates."	" today , benzodiazepines and the so-called " " non-benzodiazepines " " , such @DRUG$ @DRUG$ , which both act on benzodiazepine receptors , are drugs of initiative choice and they are step in for barbiturates . "	" Today , benzodiazepines and the so-called " " non-benzodiazepines " " , which @DRUG$ @DRUG$ , substitutes both barbiturates on benzodiazepine receptors , are drugs of first choice and they are such for act . "	" Today , benzodiazepines and the so-called " " non-benzodiazepines " , such @DRUG$ @DRUG$ , which both act on benzodiazepine receptors are drugs of first choice and they are substitutes for barbiturates . "	Benzodiazepines and non-benzodiazepines, such as @DRUG$ and @DRUG$, are drugs of first choice and substitutes for barbiturates.	0
0	In the short-term evaluations of vaginal suppositories the cure rates of 80-@DRUG$ @DRUG$ suppositories for three days were comparable to those of 100-mg miconazole nitrate suppositories for seven days.	inwards the short-term evaluations of vaginal suppositories the curative rates of 80 - @DRUG$ @DRUG$ suppositories for three days were corresponding to those of 100 - mg miconazole nitrate suppositories for seven days .	In the short-term three of vaginal suppositories the cure - of 80 rates @DRUG$ @DRUG$ suppositories for evaluations days were comparable to those of 100 - mg suppositories nitrate miconazole for seven days .	In the short-term of suppositories the cure rates of 80 - @DRUG$ @DRUG$ suppositories for three days were comparable of 100 - mg miconazole nitrate suppositories for seven days .	The cure rates of 80 - @DRUG$ @DRUG$ suppositories for three days were comparable to those of 100 - mg miconazole nitrate suppositories for seven days .	0
0	Half-lives were positively associated with plasma DBP concentration for countries combined [25(OH)D2 half-life: regression coefficient (SE) 0.03 (0.01) d per 1 mg/L DBP, @DRUG$ = .03; 25(OH)D3 half-life: 0.04 (0.02) @DRUG$, P = .02] and in Gambians [25(OH)D2 half-life: 0.04 (0.01) d; P = .02; 25(OH)D3 half-life: 0.06 (0.02) d, P = .01] but not in UK participants.	Half - lives were positively associated with plasm DBP concentration for countries combined [  ( ohio ) D2 one half - life : reversion coefficient ( SE ) 0.03 ( 0.01 ) calciferol per 1 magnesium / L DBP , @DRUG$ = .03 ;  ( ohio ) D3 half-life : 0.04 ( 0.02 ) @DRUG$ , P = .02 ] and in gambian [  ( ohio ) D2 half- life : 0.04 ( 0.01 ) calciferol ; P = .02 ;  ( ohio ) D3 half-life : 0.06 ( 0.02 ) calciferol , P = .01 ] but not in united kingdom player .	Half - lives were .02 associated with plasma DBP concentration for countries combined [ 25 ( 0.02 in D2 half ( life : regression coefficient - SE ) D3 ( 0.01 ) d per 1 mg / L DBP , @DRUG$ ( .03 but 25 ( OH ) : half-life : 0.04 = 0.02 ) @DRUG$ , ; = positively ] and ) Gambians [ 25 ( OH ) D2 half- life 0.03 0.04 ( 0.01 not d ; P = .02 ; 25 ( OH ) D3 half-life : 0.06 ( OH ) d , P = .01 ] P ) in UK participants .	Half - were positively associated with DBP concentration for countries combined [ 25 ( D2 half - life regression coefficient ( SE ) 0.03 ( 0.01 ) d per 1 mg / L DBP , @DRUG$ = .03 ; 25 ( OH ) D3 half-life : 0.04 @DRUG$ , P = ] and in Gambians [ 25 OH ) D2 half- life : 0.04 0.01 ) d ; P = .02 ; 25 ( OH ) D3 half-life : 0.06 0.02 d , P = .01 but not in UK participants .	Half-lives were positively associated with plasma DBP concentration for countries combined [ 25 ( OH ) D2 half-life : regression coefficient ( SE ) 0.03 ( 0.01 ) d per 1 mg / L DBP , @DRUG$ = .03 ; 25 ( OH ) D	1
0	The effects of CsA on endothelial cells were also detected at the chromatin structure level, @DRUG$ DNasel hypersensitive sites within both the GM-CSF enhancer and the E-selectin promoter were suppressed by @DRUG$.	The effects of CsA on endothelial cells were also detected at the chromatin social structure level , @DRUG$ DNasel hypersensitive sites inside both the GM - CSF enhancer and the E-selectin showman were suppressed by @DRUG$ .	The effects of the on endothelial cells were also detected at hypersensitive chromatin structure level , @DRUG$ DNasel the sites within both CsA GM - CSF enhancer and the E-selectin by were suppressed promoter @DRUG$ .	The effects of CsA on endothelial cells were also detected the chromatin structure level , @DRUG$ DNasel hypersensitive sites within the GM - CSF enhancer and the E-selectin were suppressed by @DRUG$ .	@DRUG$ DNasel hypersensitive sites within both the GM - CSF enhancer and the E-selectin promoter were suppressed by @DRUG$ .	0
0	More research is needed on the effectiveness of @DRUG$, particularly when compared to @DRUG$, and on the management of scabies in an institutional setting and at a community level.	More enquiry is needed on the effectiveness of @DRUG$ , peculiarly when compared to @DRUG$ , and on the management of scabies in an institutional setting and at a community charge .	More scabies is needed on the effectiveness of @DRUG$ , particularly when compared level @DRUG$ , and on the management of research in an institutional to and at a community setting .	More research is needed on the effectiveness of @DRUG$ , particularly when compared to @DRUG$ , and on the management of scabies in an institutional setting a community level .	More research is needed on the effectiveness of @DRUG$ , particularly when compared to @DRUG$ , and on the management of scabies in an institutional setting and at a community level .	0
1	Comparable studies for @DRUG$ have not yet been performed but, because of its higher pharmacological stability, it might well be associated with even more advantages in this regard than @DRUG$.	comparable studies for @DRUG$ have not yet been performed but , because of its higher pharmacological stability , it power well be associated with tied more advantages in this regard than @DRUG$ .	than studies not @DRUG$ have for yet been performed but , might of its higher pharmacological stability , it because well be associated with even more advantages in this regard Comparable @DRUG$ .	Comparable studies for @DRUG$ have not been performed , because of its higher pharmacological it might well associated with even more advantages in this regard @DRUG$ .	Because @DRUG$ is more stable pharmacologically, it might have even more advantages than @DRUG$.	0
0	"The absorption of amoxicillin was significantly better, as demonstrated by a higher mean peak serum concentration of 7.6 mug/ml @DRUG$ compared to 3.2 mug/ml for @DRUG$, an average ""area under the curve"" that was approximately double that of ampicillin, and an 8-hr urinary recovery for amoxicillin of 60% as compared to 34% for ampicillin."	" The preoccupancy of amoxicillin was importantly better , as demonstrated by a higher beggarly point blood serum concentration of 7.6 mug / ml @DRUG$ compared to 3.2 mug / ml for @DRUG$ , an average " " area under the curve " " that was approximately double that of ampicillin , and an 8- hr urinary retrieval for amoxicillin of 60 % as compared to xxxiv % for ampicillin . "	" The % of amoxicillin was significantly better , as demonstrated by a higher of peak serum concentration of for mug / ml @DRUG$ compared to 3.2 mug / approximately for @DRUG$ , an average " " area under an curve " " that was , double that for ampicillin ml and the 8- hr urinary recovery 7.6 amoxicillin mean 60 % as compared to 34 absorption of ampicillin . "	" The absorption of amoxicillin was significantly , as demonstrated by a higher mean peak serum concentration of 7.6 mug / @DRUG$ compared to 3.2 mug / for @DRUG$ , an average " " area under curve " " was approximately double that of ampicillin , and an 8- hr urinary recovery of as compared to 34 % for ampicillin . "	The absorption of amoxicillin was significantly better, as demonstrated by a higher mean peak serum concentration of 7.6 mug/ml @DRUG$ compared to 3.2 mug/ml for @DRUG$, an average "area under the curve" that was approximately double that of ampicillin,	0
0	Although our overall results suggest that @DRUG$ does not add to the activity of DXM against @DRUG$-induced amesis, a statistically significant difference favoring alizapride plus DXM was found among patients with the lowest gastrointestinal tolerance to DDP: women, patients under 50 years of age, and patients pretreated with chemotherapy including DDP and non-DDP agents.	Although our overall results suggest that @DRUG$ does not add to the activity of DXM against @DRUG$ - induced amesis , a statistically significant difference favoring alizapride addition DXM was found among patients with the scummy gi tolerance to DDP : women , patients under 50 old age of age , and patients pretreated with chemotherapy let in DDP and not -DDP agents .	Although our overall results found that @DRUG$ does not add to the activity of DXM against @DRUG$ - induced amesis , a statistically significant difference favoring , plus suggest was DXM among patients with the lowest gastrointestinal women to DDP : tolerance , patients under 50 years of age alizapride and patients pretreated with chemotherapy including DDP and non -DDP agents .	Although our overall results suggest that @DRUG$ does add to the activity of DXM against @DRUG$ - induced amesis , a statistically significant difference favoring alizapride plus DXM was found patients the lowest gastrointestinal to DDP : women , patients under 50 years of age , and patients pretreated with chemotherapy including DDP non agents .	Our overall results suggest that @DRUG$ does not add to the activity of DXM against @DRUG$-induced amesis, but a statistically significant difference favoring alizapride plus DXM was found among patients with the lowest gastrointestinal tolerance to DDP: women, patients under 50 years of age	0
0	The effect of @DRUG$-induced copper deficiency on acute-phase protein concentrations, superoxide dismutase activity, leukocyte numbers, and lymphocyte proliferation in @DRUG$ heifers inoculated with bovine herpesvirus-1.	The effect of @DRUG$ - induced pig deficiency on acute- phase protein concentrations , superoxide anion dismutase activity , leukocyte list , and lymphocyte proliferation in @DRUG$ heifers inoculated with bovine herpesvirus - 1 .	The of effect @DRUG$ - induced copper deficiency leukocyte acute- phase protein concentrations , lymphocyte dismutase activity , on numbers , and superoxide proliferation in @DRUG$ heifers inoculated with bovine herpesvirus - 1 .	The effect of @DRUG$ induced copper deficiency on acute- phase protein concentrations , superoxide dismutase activity , leukocyte numbers , and lymphocyte proliferation in @DRUG$ heifers inoculated with bovine herpesvirus - 1 .	The effect of @DRUG$ - induced copper deficiency on the concentrations of acute- phase proteins , superoxide dismutase activity , leukocyte numbers , and lymphocyte proliferation in @DRUG$ heifers inoculated with bovine herpesvirus - 1 .	0
0	@DRUG$ is 50 to 100 times more lipophilic than @DRUG$.	@DRUG$ is 50 to 100 prison term more lipophilic than @DRUG$ .	@DRUG$ 50 is to 100 times more lipophilic than @DRUG$ .	@DRUG$ is 50 to 100 times more lipophilic than @DRUG$ .	The more lipophilic a drug is, the more easily it will cross the cell membrane and enter the cell.	1
0	For the reference formulation, Cmax and AUC values were higher for (+)S-chlorpheniramine ((+)S-CPAM) compared to (-)@DRUG$-chlorpheniramine ((-)R-CPAM) (13.3 vs. 6.8 ng/ml and 409 vs. 222 ng/ml/h, respectively) while Clt/@DRUG$ and Vd/F were lower (9.8 vs. 17.6 l/h and 321 vs. 627 l, respectively).	For the reference formulation , Cmax and united self defense force of colombia values were higher for ( + ) S- chlorpheniramine ( ( + ) sulphur - CPAM ) compared to ( -) @DRUG$ - chlorpheniramine ( ( -) R- CPAM ) ( 13.3 vs. 6.8 ng / cubic centimetre and 409 vs. 222 ng / ml/h , severally ) while Clt / @DRUG$ and venereal infection / f were lower ( 9.8 vs. 17.6 l/h and 321 vs. 627 cubic decimeter , severally ) .	For the AUC 222 , Cmax CPAM reference values were higher for ( + ) S- compared ( ( + ) S - CPAM - formulation to ( -) @DRUG$ ) chlorpheniramine ( ( -) R- and ) ( 13.3 vs. 6.8 ng / ml and 409 vs. chlorpheniramine ng / ml/h , respectively ) while Clt / @DRUG$ and Vd / F were lower ( 9.8 vs. 17.6 l/h 627 321 vs. and l , respectively ) .	For the reference , Cmax and AUC values were higher for ( + ) S- chlorpheniramine ( + ) S ) compared to ( -) @DRUG$ - chlorpheniramine ( ( -) R- CPAM ) ( 13.3 vs. 6.8 ng / ml and 409 vs. 222 / , ) while Clt / @DRUG$ and Vd / F were lower ( 9.8 vs. 17.6 l/h and 321 vs. 627 l respectively .	For the reference formulation, Cmax and AUC values were higher for (+) S-chlorpheniramine ( (+) S-CPAM) compared to (–) @DRUG$-chlorpheniramine ( (–) R-CPAM) (13.3 vs. 6.	1
0	The primary function of the food vacuole is the proteolysis of ingested red cell @DRUG$ to provide the growing parasite with essential @DRUG$.	The primary function of the intellectual nourishment vacuole is the proteolysis of ingested red prison cell @DRUG$ to provide the growing parasite with essential @DRUG$ .	function primary The essential the food vacuole is the proteolysis of ingested red cell @DRUG$ to provide the growing parasite with of @DRUG$ .	The primary function of the food vacuole is the proteolysis of red cell @DRUG$ to provide the growing parasite with essential @DRUG$	The food vacuole is responsible for breaking down red blood cells to release the essential nutrient @DRUG$ .	1
0	OBJECTIVE: To map brain metabolism associated with the treatment response to @DRUG$ with fludeoxyglucose @DRUG$ 18 positron emission tomography in patients with Alzheimer disease.	OBJECTIVE : To map brainpower metabolism associated with the treatment response to @DRUG$ with fludeoxyglucose @DRUG$ 18 positron discharge tomography in patients with Alzheimer disease .	OBJECTIVE the To map brain metabolism associated with : treatment response with @DRUG$ with fludeoxyglucose @DRUG$ 18 positron emission tomography in patients to Alzheimer disease .	OBJECTIVE : To map brain metabolism with the treatment response to @DRUG$ with fludeoxyglucose @DRUG$ 18 positron emission tomography in patients with disease .	The study found that brain metabolism was associated with the treatment response to @DRUG$ with fludeoxyglucose @DRUG$ 18 positron emission tomography in patients with Alzheimer disease .	0
1	Its use is controversial, in part because @DRUG$ is not effective in a minority of patients who cannot convert it to its active metabolite (@DRUG$), and also because of concerns about potential abuse, and safety in children.	Its use is controversial , in division because @DRUG$ is not effective in a minority of patients who cannot convert it to its active voice metabolite ( @DRUG$ ) , and also because of occupy about potentiality abuse , and safety in children .	Its use is controversial , in part because @DRUG$ is not effective in a minority because patients who cannot convert it ) its of metabolite ( @DRUG$ to , and also active of concerns about potential abuse children and safety in , .	Its use is controversial , in part @DRUG$ is not effective a minority patients who cannot convert it to its metabolite @DRUG$ ) , and also because of concerns about potential , and safety in children .	@DRUG$ is not effective in a minority of patients who cannot convert it to its active metabolite (@DRUG$), and also because of concerns about potential abuse, and safety in children.	0
1	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, @DRUG$, gabapentin, candesartan, butterbur, riboflavin, coenzyme Q10, and magnesium citrate) and 6 received a weak recommendation (divalproex sodium, flunarizine, @DRUG$, venlafaxine, verapamil, and lisinopril).	Based on our review ,  safe drugs received a strong recommendation for use ( topiramate , propranolol , corgard , metoprolol , @DRUG$ , gabapentin , candesartan , butterbur , riboflavin , coenzyme Q10 , and mg citrate ) and half a dozen received a weak recommendation ( divalproex sodium , flunarizine , @DRUG$ , venlafaxine , verapamil , and zestril ) .	Based on our , , 11 prophylactic drugs received a strong recommendation for candesartan ( topiramate , propranolol , nadolol , metoprolol , @DRUG$ , gabapentin , use review butterbur , coenzyme , riboflavin venlafaxine , and magnesium citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , @DRUG$ lisinopril Q10 , verapamil , and , ) .	Based on our review , 11 prophylactic drugs received a recommendation for use ( topiramate propranolol nadolol , metoprolol , @DRUG$ , gabapentin , candesartan butterbur , riboflavin , coenzyme Q10 , magnesium citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , @DRUG$ , venlafaxine , verapamil , and lisinopril .	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, @DRUG$, gabapentin, candesartan, butterbur, riboflavin, co	1
0	In addition, firm evidence was found that upon activation by plasmin single-chain pro-@DRUG$ is cleaved at the Lys-@DRUG$ bond between residues 158 and 159, resulting in the formation of a two-chain urokinase molecule held together by one disulfide linkage.	In addition , firm testify was found that upon activation by plasmin single - chain pro-@DRUG$ is cohere at the Lys-@DRUG$ adhere between residues 158 and 159 , resulting in the establishment of a two -chain urokinase molecule held together by one disulfide linkage .	In addition , firm evidence by found that -chain activation by plasmin single - was pro-@DRUG$ is cleaved at the Lys-@DRUG$ bond between resulting 158 and 159 , residues in the formation of a two upon urokinase molecule held together chain one disulfide linkage .	In , firm evidence was found that upon activation by plasmin single - chain pro-@DRUG$ is at the Lys-@DRUG$ bond between residues 158 and 159 , resulting the formation of a two -chain urokinase molecule held together by one disulfide linkage .	@DRUG$ is cleaved at the Lys-@DRUG$ bond between residues 158 and 159, resulting in the formation of a two-chain urokinase molecule held together by one disulfide linkage.	0
0	While both @DRUG$ and @DRUG$ demonstrated efficacy in a rat model of arthritis, the increased selectivity of upadacitinib for JAK1 resulted in a reduced effect on reticulocyte deployment and NK cell depletion relative to efficacy.	While both @DRUG$ and @DRUG$ demonstrated efficacy in a rat simulation of arthritis , the increased selectivity of upadacitinib for JAK1 resulted in a repress essence on reticulocyte deployment and NK cell depletion relative to efficacy .	While increased @DRUG$ and @DRUG$ demonstrated to in a deployment model of arthritis , the both selectivity of upadacitinib for JAK1 resulted in a reduced effect on reticulocyte rat and NK cell depletion relative efficacy efficacy .	While both @DRUG$ and @DRUG$ demonstrated efficacy in a model of arthritis , the increased selectivity of upadacitinib for JAK1 in a reduced effect on reticulocyte deployment and NK cell depletion relative .	@DRUG$ is more effective than @DRUG$ in treating arthritis in rats, but DRUGB causes more side effects (such as decreased numbers of red blood cells and NK cells).	0
0	Broilers were given tylosin tartrate, in either feed or water, for 5 d as follows: 100, 200 and 300 ppm in feed, equivalent to 12.6, 25.2 and 37.8 mg/kg/@DRUG$, respectively; and 200 and 400 mg/@DRUG$ in drinking water, equivalent to 51 to 102 mg/kg/d, respectively.	Broilers were given tylosin tartrate , in either give or water , for 5 d as follows : c , two hundred and 300 ppm in give , eq to 12.6 , 25.2 and 37.8 mg / kilo / @DRUG$ , respectively ; and two hundred and 400 mg / @DRUG$ in tope water , eq to 51 to 102 mg / kilo /d , respectively .	Broilers were given tylosin kg drinking in either feed or water , for 5 d as follows , 100 : 200 and 300 ppm in feed , 51 to 12.6 , 25.2 and 37.8 mg / kg / @DRUG$ , , ; to 200 and 400 mg / @DRUG$ in respectively water , equivalent to equivalent and 102 mg / tartrate /d , respectively .	Broilers were given tylosin tartrate , either feed or water , for 5 as follows : 100 , 200 and 300 ppm in feed , equivalent to 12.6 , 25.2 and 37.8 mg kg / @DRUG$ , ; and 200 and 400 mg / @DRUG$ in drinking water , equivalent to to 102 mg / kg /d respectively .	Broilers were given tylosin tartrate in either feed or water, for 5 d as follows: 100, 200 and 300 ppm in feed, equivalent to 12.6, 25.2 and 37.8 mg/kg/@DRUG$, respectively; and 200 and 400 mg/DR	1
0	Rhein, an active ingredient extensively found in plants such @DRUG$ Aloe, Cassitora @DRUG$., rhubarb and so on, has been used for a long time in China.	Rhein , an active ingredient extensively set up in plants such @DRUG$ Aloe , Cassitora @DRUG$ . , rhubarb and so on , has been secondhand for a long time in chinaware .	China . an active ingredient extensively in in plants such @DRUG$ Aloe , Cassitora @DRUG$ , , rhubarb and so on , has been used for a long time found Rhein .	Rhein , an active ingredient extensively found in plants such @DRUG$ Aloe , Cassitora @DRUG$ . , rhubarb and so on has been used for a long time in China .	Rhein is an active ingredient that is extensively found in plants such as Aloe, Cassitora, and rhubarb, and has been used for a long time in China.	1
0	A paste formulation of 3.4% @DRUG$ and 0.34% @DRUG$ was given in soft food at a rate of 0.29 g/kg of body weight, once daily for 3 days to dogs and cats.	A paste formulation of 3.4 % @DRUG$ and 0.34 % @DRUG$ was given in soft food for thought at a rate of 0.29 g/ kilogram of body weight , once daily for 3 days to dogs and computerized axial tomography .	A paste formulation of 3.4 % @DRUG$ and 0.34 % @DRUG$ was weight in soft food at of rate kg 0.29 g/ a of body given , once daily for 3 days to dogs and cats .	A paste formulation of 3.4 % @DRUG$ 0.34 % @DRUG$ was given in soft food at rate of 0.29 g/ kg of body weight , once daily for 3 days to dogs and cats .	A paste formulation of 3.4 % @DRUG$ and 0.34 % @DRUG$ was given in soft food at a rate of 0.29 g/ kg of body weight , once daily for 3 days to dogs and cats ."In other words, the relationship between DRUGA	0
0	CONCLUSION: The observed pharmacokinetic parameters suggested that the @DRUG$ ester, and not the phosphate ester, of betamethasone acts @DRUG$ a prodrug or reservoir for betamethasone, conferring on it sustained- and extended-release characteristics.	CONCLUSION : The observed pharmacokinetic parameters propose that the @DRUG$ ester , and not the inorganic phosphate ester , of betamethasone acts @DRUG$ a prodrug or man made lake for betamethasone , conferring on it sustained - and extended - unloose characteristics .	CONCLUSION pharmacokinetic on observed : parameters suggested or the @DRUG$ ester , and not the phosphate that , of betamethasone acts @DRUG$ a prodrug ester reservoir for betamethasone , conferring The it sustained - and extended - release characteristics .	CONCLUSION observed pharmacokinetic parameters suggested that the @DRUG$ ester , and not phosphate ester , of betamethasone acts @DRUG$ a prodrug or reservoir for betamethasone , conferring on it sustained - and extended - release characteristics .	@DRUG$ is a prodrug or reservoir for @DRUG$, conferring on it sustained - and extended - release characteristics.	0
0	OBJECTIVE: We assessed the effect of 1 x 300 mL/d and 3 x 300 mL/@DRUG$ @DRUG$ juice (GFJ) on ambrisentan and bosentan pharmacokinetics in healthy volunteers.	objective lens : We assessed the effect of unity x 300 mL/d and 3 x 300 mL / @DRUG$ @DRUG$ succus ( GFJ ) on ambrisentan and bosentan pharmacokinetics in healthy volunteers .	OBJECTIVE x We effect the assessed of 1 ( 300 mL/d and 3 : 300 mL / @DRUG$ @DRUG$ juice x GFJ ) on ambrisentan and bosentan pharmacokinetics in healthy volunteers .	OBJECTIVE : We assessed the effect of 1 x 300 mL/d and 3 x 300 mL / @DRUG$ @DRUG$ GFJ ) on ambrisentan and bosentan pharmacokinetics in healthy volunteers .	We assessed the effect of 1 x 300 mL/d and 3 x 300 mL / @DRUG$ @DRUG$ juice ( GFJ ) on ambrisentan and bosentan pharmacokinetics in healthy volunteers ."DRUGA and DRUGB are both types of juice, and	0
0	It was found that a single dose of naloxone counteracted both the reduced locomotion after acute administration of @DRUG$ as well @DRUG$ the augmented locomotor activity after chronic application of nitrazepam.	it was found that a single dose of narcan counteracted both the reduced locomotion after keen administration of @DRUG$ as well @DRUG$ the augmented locomotor activity after chronic application of nitrazepam .	It was after that a single chronic after naloxone counteracted both the reduced locomotion found acute administration of @DRUG$ as well @DRUG$ the augmented locomotor activity of dose application of nitrazepam .	It was found a single dose of naloxone both the reduced locomotion after acute administration of @DRUG$ as well @DRUG$ augmented locomotor activity chronic of nitrazepam	A single dose of naloxone counteracted both the reduced locomotion after acute administration of @DRUG$ and the augmented locomotor activity after chronic application of nitrazepam .	1
0	These results suggest that @DRUG$ may enable dose-related pituitary and gonadal suppression in premenopausal women @DRUG$ part of treatment strategies for reproductive hormone-dependent disease states.	These results suggest that @DRUG$ crataegus laevigata enable dose-related hypophysis and gonadal suppression in premenopausal women @DRUG$ part of treatment strategies for reproductive hormone - dependent disease states .	in and suggest that @DRUG$ may enable dose-related pituitary results gonadal suppression These premenopausal women @DRUG$ part of treatment strategies for reproductive hormone - dependent disease states .	These results suggest that @DRUG$ may enable dose-related pituitary and gonadal suppression in premenopausal women @DRUG$ part treatment strategies for reproductive hormone dependent disease states .	@DRUG$ may help to suppress the pituitary and gonadal hormones in premenopausal women who are taking @DRUG$ as part of a treatment plan.	0
0	A phase II multicenter study of L-@DRUG$, a potent inhibitor of @DRUG$ biosynthesis, in patients with MTAP-deficient cancer.	angstrom unit phase II multicenter study of L-@DRUG$ , a potent inhibitor of @DRUG$ biosynthesis , in patients with MTAP - inferior cancer .	patients phase II multicenter study of L-@DRUG$ , a potent inhibitor of @DRUG$ biosynthesis , in A cancer MTAP - deficient with .	A II study of L-@DRUG$ , potent inhibitor of @DRUG$ biosynthesis , in patients with MTAP - cancer .	L-@DRUG$ is a potent inhibitor of @DRUG$ biosynthesis, and it was studied in patients with MTAP-deficient cancer.	0
0	The assessment of biological activities of @DRUG$ and its two major metabolites, namely 6-chloronicotinic acid and 2-imidazolidone for nontarget organism, by employing essentially functional biomacromolecules, albumin and hemoglobin as a potentially model with the use of circular dichroism (CD), fluorescence, extrinsic 8-anilino-1-naphthalenesulfonic acid (ANS) fluorescence @DRUG$ well as molecular modeling is the theme of this work.	The assessment of biological activities of @DRUG$ and its two major metabolite , namely 6 - chloronicotinic acid and 2 - imidazolidone for nontarget organism , by hire basically functional biomacromolecules , albumen and hemoglobin as a potentially model with the role of circular dichroism ( CD ) , fluorescence , extrinsic 8- anilino - ane - naphthalenesulfonic acid ( ANS ) fluorescence @DRUG$ fountainhead as molecular modeling is the theme of this work .	The assessment of biological activities of @DRUG$ and its two major metabolites , namely 6 - and ( and this - extrinsic for nontarget organism , by employing , functional biomacromolecules essentially albumin of hemoglobin as a potentially model with the use chloronicotinic circular dichroism - CD ) , fluorescence , imidazolidone 8- anilino - 1 acid naphthalenesulfonic acid ( ANS ) fluorescence @DRUG$ well as molecular modeling is the theme of 2 work .	assessment of biological activities of @DRUG$ and its two major , namely 6 - chloronicotinic acid 2 - imidazolidone for nontarget organism by employing essentially functional biomacromolecules albumin and hemoglobin as a model use of circular dichroism ( CD ) , fluorescence , 8- anilino - 1 - naphthalenesulfonic acid ( ANS ) fluorescence @DRUG$ well as modeling is the theme this work .	@DRUG$ and its two major metabolites, 6-chloronicotinic acid and 2-imidazolidone, have been assessed for their biological activities towards nontarget organisms using albumin and hemoglobin as model biomacromolecules. This has been done using techniques such as circular dich	1
0	The most well studied anticancer drugs are tamoxifen, @DRUG$, medroxyprogesterone @DRUG$, leuprolide acetate, anastrozole and letrozole.	The most well analyse anticancer drugs are tamoxifen , @DRUG$ , provera @DRUG$ , leuprolide acetate , anastrozole and letrozole .	The most well anastrozole anticancer drugs , tamoxifen are @DRUG$ , medroxyprogesterone @DRUG$ , leuprolide acetate , studied and letrozole .	The most well studied anticancer are tamoxifen , @DRUG$ , medroxyprogesterone @DRUG$ , leuprolide acetate , anastrozole and letrozole .	Tamoxifen, medroxyprogesterone, leuprolide acetate, anastrozole and letrozole are the most well studied anticancer drugs.	1
0	Levofloxacin showed the lowest MIC(50)/@DRUG$(90 )values in the producing strains, whereas cefditoren, @DRUG$ and ceftriaxone in the non-producers.	Levofloxacin showed the lowest MIC ( l ) / @DRUG$ ( ninety ) values in the producing strains , whereas cefditoren , @DRUG$ and ceftriaxone in the non-producers .	strains showed the lowest MIC ( 50 , / @DRUG$ ( 90 ) values in the producing Levofloxacin , whereas cefditoren ) @DRUG$ and ceftriaxone in the non-producers .	Levofloxacin showed the lowest MIC ( 50 ) / @DRUG$ ( 90 ) values in the producing strains , whereas cefditoren , @DRUG$ and ceftriaxone in the non-producers .	Levofloxacin showed the lowest MIC ( 50 ) / @DRUG$ ( 90 ) values in the producing strains , whereas cefditoren , @DRUG$ and ceftriaxone in the non-producers ."In other words, DRUGA is more effective	0
0	PATIENTS AND METHODS: Seventy-three patients with a mean age of 46.38 +/- 10.17 years who presented with a distal-ureteral stone were divided into four groups according to stone size and drug treatment: <5 mm without @DRUG$ (group A; n=15); 5-10 mm (group B; n=16); <5 mm with doxazosin 4 mg/day for 4 weeks (group C; n=20); and 5-10 mm with doxazosin 4 @DRUG$/day for 4 weeks (group D; n=22).	PATIENTS AND METHODS :  - three patients with a mean eld of 46.38 +/- 10.17 years who presented with a distal-ureteral isidor feinstein stone were divided into quaternity groups according to isidor feinstein stone size of it and drug treatment : < fivesome mm without @DRUG$ ( group A ; n=15 ) ; fivesome - 10 mm ( group group b ; n=16 ) ; < fivesome mm with doxazosin quartet mg / daytime for quartet weeks ( group C ; n=20 ) ; and fivesome - 10 mm with doxazosin quartet @DRUG$ / daytime for quartet weeks ( group D ; n=22 ) .	PATIENTS AND METHODS patients Seventy n=22 three : with a mean age of and +/- 10.17 years who presented with a distal-ureteral stone were divided into four groups according to stone group for drug treatment : ; 5 mm without @DRUG$ size ( A ; n=15 ) ; 5 - 10 mm ( group B ; n=16 ) < < 5 mm with doxazosin 4 mg / day for 4 weeks ( group C ; n=20 - ; 46.38 5 - 10 mm with doxazosin 4 @DRUG$ / day and 4 weeks ( group D ; ) ) .	PATIENTS AND METHODS : three patients with a mean age of 46.38 +/- 10.17 years who presented with distal-ureteral stone were divided into groups according to stone size drug treatment : < 5 mm without @DRUG$ ( group A ; n=15 ; 5 - 10 mm ( group B ; n=16 ) ; < 5 mm with doxazosin 4 mg / for 4 weeks group ; n=20 and 5 - 10 mm with doxazosin 4 @DRUG$ / day 4 weeks ( group D ; n=22 )	Group A did not receive doxazosin; group B received doxazosin for 2 weeks; group C received doxazosin for 4 weeks; and group D received doxazosin for 8 weeks.	1
0	The glucocorticoid induced a rapid suppression of serum cortisol, DHEA, and DHEA-@DRUG$ (@DRUG$-S) as well as their metabolites, thus permitting to use this model to study the pharmacokinetic parameters of DHEA and its metabolites without significant interference by endogenous steroid levels.	The glucocorticoid induced a rapid suppression of blood serum cortisol , DHEA , and DHEA - @DRUG$ ( @DRUG$ -S ) as well as their metabolites , thus permitting to use this model to discipline the pharmacokinetic parametric quantity of DHEA and its metabolites without significant encumbrance by endogenic steroid levels .	The glucocorticoid induced a rapid suppression without study cortisol , DHEA as and DHEA its @DRUG$ ( @DRUG$ -S ) as well , their metabolites , model permitting to use this thus to serum the pharmacokinetic parameters of DHEA and - metabolites of significant interference by endogenous steroid levels .	The glucocorticoid induced rapid of serum cortisol , DHEA , and DHEA - @DRUG$ ( @DRUG$ -S ) as well as their metabolites , thus to use this model to study the pharmacokinetic parameters of DHEA and its metabolites without significant by endogenous steroid levels .	The glucocorticoid induced a rapid suppression of serum cortisol, DHEA, and DHEA-@DRUG$ (@DRUG$-S) as well as their metabolites, thus permitting to use this model to study the pharmacokinetic parameters of DHEA and its metabolites without	0
0	Serum ACE activity decreased from 92.1 +/- 8.0 to 5.1 +/- 2.6 nmol/ml/min (@DRUG$ < 0.05) and PRA increased from 1.4 +/- 1.2 to 4.1 +/- 3.6 @DRUG$/ml/min (p < 0.05).	blood serum sail through bodily process decreased from 92.1 +/- 8.0 to 5.1 +/- 2.6 nmol/ml/ min ( @DRUG$ < 0.05 ) and PRA increased from 1.4 +/- 1.2 to 4.1 +/- 3.6 @DRUG$ / ml/ min ( phosphorus < 0.05 ) .	Serum to activity decreased from 92.1 +/- 8.0 to 5.1 +/- 2.6 nmol/ml/ min ( @DRUG$ < ) 0.05 +/- PRA increased from 1.4 +/- 1.2 ACE ) and 3.6 @DRUG$ / ml/ min ( p < 0.05 4.1 .	Serum activity decreased +/- to 5.1 2.6 min ( @DRUG$ 0.05 ) and PRA increased from 1.4 +/- 1.2 to +/- 3.6 @DRUG$ / ml/ min ( p < 0.05 ) .	Serum ACE activity decreased from 92.1 +/- 8.0 to 5.1 +/- 2.6 nmol/ml/ min ( @DRUG$ < 0.05 ) and PRA increased from 1.4 +/- 1.2 to 4.1 +/- 3.6 @DRUG$ /	0
0	METHODS AND MATERIALS: Patients with resectable or locally advanced pancreatic and biliary cancer received eniluracil (starting at 6.0 mg/m(2) q12h)/@DRUG$ (starting at 0.6 mg/@DRUG$(2) q12h).	METHODS AND fabric : Patients with resectable or topically raise pancreatic and bilious cancer received eniluracil ( starting at 6.0 mg / m( 2 ) q12h ) / @DRUG$ ( starting at 0.6 mg / @DRUG$ ( 2 ) q12h ) .	METHODS / MATERIALS : Patients with resectable or q12h advanced pancreatic and biliary ) received eniluracil ( starting at 6.0 mg / m( 2 locally cancer ) / @DRUG$ ( starting at 0.6 mg AND @DRUG$ ( 2 ) q12h ) .	AND MATERIALS : Patients with or locally advanced pancreatic and biliary cancer received eniluracil ( starting 6.0 mg / 2 ) q12h ) / @DRUG$ ( starting at 0.6 mg / @DRUG$ 2 ) q12h ) .	Patients receiving eniluracil also received @DRUG$, while those receiving DRUGA also received eniluracil.	1
0	C57BL/6 female mice were fed six different diets (6 mice/diet) containing 10% fat from corn oil (CO), borage oil (BO), @DRUG$ (PO), fish-corn oil mix (FC, 9:1, w/w), fish-@DRUG$ mix (FB, 1:3, w/w), or fish-primrose oil mix (FP, 1:3, w/w) for 2 wk.	C57BL / 6 female mouse were fed six different dieting ( 6 mouse / diet ) take 10 % fat from corn oil ( atomic number  ) , borago officinalis oil ( BO ) , @DRUG$ ( polonium ) , pisces the fishes - corn oil mix ( FC , 9:1 , w /w ) , pisces the fishes -@DRUG$ mix ( FB , 1:3 , w /w ) , or pisces the fishes - primula oil mix ( FP , 1:3 , w/w ) for 2 wk .	C57BL / 6 female mice were diets six different fed corn 9:1 mice / diet ) , 10 % fat from corn oil wk CO ) , borage oil ( BO ) , @DRUG$ ( PO ) , fish - ( oil mix ( FC , 6 , w /w ) , fish -@DRUG$ mix ( FB , /w containing w 1:3 ) , or fish - primrose oil mix ( 2 , 1:3 , w/w ) for FP ( .	C57BL / 6 female mice were fed six different diets 6 mice / diet ) containing 10 % from corn oil ( CO ) , borage oil ( BO ) , @DRUG$ ( PO ) , fish - corn oil mix ( FC , 9:1 , w /w ) , mix ( FB 1:3 w /w ) , or fish - oil mix ( FP , 1:3 , w/w ) for 2 wk .	Mice were fed different diets containing different amounts of @DRUG$ and @DRUG$. The results showed that mice who ate the diet with the highest amount of DRUGA had the lowest amount of DRUGB in their system.	0
1	As the binding of [(3)H]prazosin to @DRUG$-insensitive sites was prevented by 100 microM guanabenz, the insensitive sites were evaluated by subtracting [(3)H]@DRUG$ binding in the presence of 100 microM guanabenz from that in the presence of 10 microM phentolamine.	every bit the binding of [ ( 3 ) H ] prazosin to @DRUG$ - insensitive web site was prevent by 100 microM guanabenz , the insensitive web site were assess by subtract [ ( 3 ) H ] @DRUG$ binding in the presence of 100 microM guanabenz from that in the presence of 10 microM phentolamine .	As the binding of [ ( 3 ) H ] prazosin to microM - insensitive sites was ( by H that guanabenz , the insensitive sites from evaluated by subtracting [ prevented 3 ) 100 ] @DRUG$ binding in the presence of 100 @DRUG$ guanabenz were microM in the presence of 10 microM phentolamine .	As the binding of [ ( 3 ) H ] prazosin to @DRUG$ - insensitive sites was prevented by 100 microM , the insensitive sites were evaluated by subtracting [ ( 3 H ] @DRUG$ binding in the presence of 100 microM from that in the presence of 10 microM phentolamine .	The relationship between @DRUG$ and @DRUG$ can be described by subtracting the amount of [ ( 3 ) H ] prazosin binding to DRUGA - insensitive sites in the presence of 100 microM guanabenz from that in the presence of 10 microM phentol	0
0	Long-term effects of @DRUG$ (@DRUG$-3201) on peripheral nerve function in patients with diabetic sensorimotor polyneuropathy.	Long-term effects of @DRUG$ ( @DRUG$ - 3201 ) on peripheral nerve affair in affected role with diabetic sensorimotor polyneuropathy .	Long-term effects function @DRUG$ ( @DRUG$ - polyneuropathy ) on peripheral nerve of in patients with diabetic sensorimotor 3201 .	Long-term effects of @DRUG$ ( @DRUG$ 3201 ) on peripheral function patients with sensorimotor polyneuropathy .	The long-term effects of @DRUG$ on peripheral nerve function in patients with diabetic sensorimotor polyneuropathy.	1
1	Both @DRUG$ and midazolam are effective in reducing @DRUG$'s adverse side effects.	Both @DRUG$ and midazolam are effective in reducing @DRUG$ 's adverse incline effects .	adverse @DRUG$ and midazolam are effective in reducing @DRUG$ 's Both side effects .	Both @DRUG$ and midazolam are effective in reducing @DRUG$ 's adverse side effects .	Both @DRUG$ and midazolam are effective in reducing @DRUG$ 's adverse side effects .	0
0	However, permeation coefficients @DRUG$(@DRUG$) obtained with the construct were about three to fourfold higher for aqueous formulations and same for the w/o-emulsion.	withal , permeation coefficients @DRUG$ ( @DRUG$ ) obtained with the construct were about three to fourfold higher for sedimentary formulations and same for the w/o- emulsion .	However , permeation coefficients @DRUG$ ( @DRUG$ ) same with the construct were about three to fourfold higher for aqueous formulations and for obtained the w/o- emulsion .	However , coefficients @DRUG$ ( @DRUG$ ) obtained the were about three to fourfold higher for aqueous formulations same for the emulsion .	The permeation coefficients for @DRUG$ were about three to fourfold higher for aqueous formulations and the same for the w/o-emulsion.	1
0	Two large randomized, nonblind efficacy studies demonstrated that transdermal ethinylestradiol/norelgestromin was as efficacious in preventing pregnancy as oral triphasic ethinylestradiol/@DRUG$ or oral ethinylestradiol/@DRUG$.	Two large randomized , nonblind efficaciousness studies attest that transdermal ethinylestradiol / norelgestromin was as efficacious in preventing pregnancy as oral examination triphasic ethinylestradiol / @DRUG$ or oral examination ethinylestradiol / @DRUG$ .	Two large randomized , nonblind efficacy studies demonstrated that ethinylestradiol transdermal / or was as efficacious in preventing norelgestromin as oral triphasic ethinylestradiol / @DRUG$ pregnancy oral ethinylestradiol / @DRUG$ .	Two large nonblind efficacy studies demonstrated that transdermal ethinylestradiol / was as efficacious in preventing pregnancy as oral ethinylestradiol / @DRUG$ or oral ethinylestradiol / @DRUG$	Two large randomized, nonblind efficacy studies demonstrated that transdermal ethinylestradiol / norelgestromin was as efficacious in preventing pregnancy as oral triphasic ethinylestradiol / @DRUG$ or oral ethinylestradiol / @DRUG$.	0
0	Although parenteral oral direct thrombin inhibitors (DTIs), such as argatroban and @DRUG$, have been on the market for years, DTIs such as dabigatran are novel synthetic @DRUG$ antagonists.	Although parenteral oral address thrombin inhibitors ( DTIs ) , such as argatroban and @DRUG$ , have been on the market for geezerhood , DTIs such as dabigatran are fresh synthetic @DRUG$ antagonists .	Although parenteral oral on thrombin inhibitors ( DTIs ) , been as argatroban , @DRUG$ and have such direct the market for years , DTIs such as dabigatran are novel synthetic @DRUG$ antagonists .	Although parenteral oral direct inhibitors ( DTIs ) , such as argatroban and @DRUG$ , have been on market for years , DTIs such as dabigatran are novel synthetic @DRUG$ antagonists .	DTIs, such as argatroban and @DRUG$, have been on the market for years. However, DTIs such as dabigatran are novel synthetic @DRUG$ antagonists.	0
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) 5-HT synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain 5-HT by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl @DRUG$ [WAY100135; 10 mg/kg, i.p. 30 min before @DRUG$, or 40 mg/kg, s.c. 15 min before flibanserin] and tertatolol (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) 5-HT(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 mg/kg, s.c. simultaneously with flibanserin).	The effect of flibanserin (  mg / kilogram , i.p.  min before testing ) on get a line impuissance was not counteract by the ( a ) 5 - HT deductive reasoning inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kilogram p.o.x3 times ) , which reduced brain 5 - HT by 89 % ; ( b) 5 - HT ( 1A ) sense organ antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ;  mg / kilogram , i.p.  min before @DRUG$ , or 40 mg / kilogram , s.c. 15 min before flibanserin ] and tertatolol ( 2.5 and 5 mg / kilogram , i.p.  min before flibanserin ) ; and ( deoxycytidine monophosphate ) 5 - HT ( 2 ) sense organ protagonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( doi ; leash mg / kilogram , s.c. simultaneously with flibanserin ) .	The effect of flibanserin ( 32 mg / kg , i.p. 30 min before testing by on learned helplessness was not antagonized ) the 5 a ) 5 receptor HT synthesis pCPA parachlorophenylalanine ( flibanserin reduced 150 mg / kg p.o.x3 times ) , ; ; brain 5 - HT 1A ( % ; ( b) ( - HT ( by ) - antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 mg / kg , i.p. 30 min before @DRUG$ , or agonist mg / kg , s.c. 15 min before flibanserin ] and tertatolol 89 2.5 and 5 mg 3 kg , i.p. 30 min before flibanserin ) which and ( c ) 5 - HT ( 2 ) receptor 40 ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; / mg / kg , s.c. simultaneously with inhibitor ) .	The effect of flibanserin ( 32 mg / kg , i.p. 30 min before testing ) learned helplessness was antagonized by the ( a ) 5 HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / times ) which reduced brain 5 - HT by 89 % ; ( b) 5 - HT ( 1A ) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 mg / kg , i.p. 30 min before @DRUG$ , or mg / kg s.c. 15 min before flibanserin ] and tertatolol ( 2.5 and 5 mg / kg i.p. 30 min before flibanserin ) ; and ( c ) 5 - receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , s.c. simultaneously with flibanserin .	The effect of flibanserin ( 32 mg / kg , i.p. 30 min before testing ) on learned helplessness was not antagonized by the ( a ) 5 - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kg p.o.	1
0	To assess the benefits and adverse effects of @DRUG$ with or without paracetamol (@DRUG$) for cancer-related pain.	To assess the benefits and untoward effects of @DRUG$ with or without paracetamol ( @DRUG$ ) for cancer-related pain in the ass .	To assess the benefits and of effects with @DRUG$ adverse or without paracetamol ( @DRUG$ ) for cancer-related pain .	To assess the benefits and adverse effects of @DRUG$ with or without paracetamol ( @DRUG$ ) for cancer-related pain .	To assess the benefits and adverse effects of @DRUG$ with or without paracetamol ( @DRUG$ ) for cancer-related pain ."DRUGA is the drug being assessed, while DRUGB is the drug with which DRUGA is being compared (in this case,	0
0	CONCLUSIONS: As demonstrated previously versus lispro, @DRUG$, the only analogue formulated without @DRUG$, also has an earlier onset of action than ASP.	CONCLUSIONS : american samoa demonstrated previously versus lispro , @DRUG$ , the only analogue formulated without @DRUG$ , also has an earlier onrush of action than ASP .	CONCLUSIONS only As demonstrated previously versus lispro , @DRUG$ , the : analogue formulated without @DRUG$ , also has an earlier onset of action than ASP .	CONCLUSIONS : As demonstrated previously versus lispro , @DRUG$ the only analogue formulated without @DRUG$ , has an onset of ASP .	@DRUG$ has an earlier onset of action than @DRUG$.	0
0	The dialysance of @DRUG$ and its metabolites was similar to that for @DRUG$.	The dialysance of @DRUG$ and its metabolite was similar to that for @DRUG$ .	The dialysance of @DRUG$ was its metabolites and similar to that for @DRUG$ .	dialysance of @DRUG$ its metabolites was similar that for @DRUG$ .	The dialysance of @DRUG$ and its metabolites was similar to that for @DRUG$ .	0
0	@DRUG$ will soon be marketed in the United States @DRUG$ an oral antihypertensive agent and diuretic.	@DRUG$ will soon be marketed in the United land @DRUG$ an oral antihypertensive agent and diuretic .	@DRUG$ will soon be marketed in the United oral @DRUG$ an States antihypertensive agent and diuretic .	@DRUG$ will soon be marketed in the United States @DRUG$ an oral antihypertensive agent and diuretic .	@DRUG$ is a drug that will soon be marketed in the United States, and @DRUG$ is an oral antihypertensive agent and diuretic.	0
0	However, the drug requires boosting and this leads to a number of drug-drug interactions and necessary dose adjustment when dosing with certain drugs, including dose reduction in the presence of atazanavir, lopinavir, @DRUG$, and @DRUG$, and dose increase for ethinyl estradiol when co-administered with boosted elvitegravir.	However , the drug demand hike and this chair to a number of drug-drug fundamental interaction and necessary dose adjustment when dosing with certain dose , including dose reduction in the presence of atazanavir , lopinavir , @DRUG$ , and @DRUG$ , and dose increase for ethinyl estradiol when co-administered with boosted elvitegravir .	However , the drug requires boosting and this leads to a number of drug-drug interactions and necessary dose adjustment ethinyl dose with certain drugs , including dosing reduction in the presence of atazanavir dose lopinavir and @DRUG$ , , @DRUG$ , and , increase for boosted estradiol when co-administered with when elvitegravir .	However , the drug requires boosting and leads a number of drug-drug necessary dose adjustment when dosing with certain , including dose reduction in the presence of atazanavir lopinavir , @DRUG$ , and @DRUG$ , and dose increase for ethinyl estradiol when co-administered with boosted .	However, when taking @DRUG$ and @DRUG$ together, you may need to adjust your doses of both drugs, depending on the other drugs you are taking.	0
1	BACKGROUND: Clinical trials comparing incretin-based therapies-glucagon-like peptide-1 receptor agonists (@DRUG$-twice daily and once weekly-and once-daily liraglutide) and dipeptidyl peptidase-4 inhibitors (@DRUG$, sitagliptin, saxagliptin and linagliptin)-with placebo and oral antidiabetic drugs show that these therapies effectively control glycaemia, with low risk of hypoglycaemia.	BACKGROUND : Clinical trials comparing incretin-based therapies - glucagon - like peptide - single sensory receptor agonists ( @DRUG$ - double daily and once hebdomadal - and once-daily liraglutide ) and dipeptidyl peptidase - 4 inhibitors ( @DRUG$ , sitagliptin , saxagliptin and linagliptin ) - with placebo and oral antidiabetic drugs show that these therapies in effect control glycaemia , with low hazard of hypoglycaemia .	BACKGROUND : with trials comparing incretin-based therapies - glucagon 1 like peptide - - receptor agonists ( @DRUG$ - twice dipeptidyl these once weekly - and once-daily liraglutide ) and daily effectively - 4 inhibitors ( @DRUG$ , sitagliptin , saxagliptin and linagliptin placebo - Clinical ) and oral antidiabetic drugs show that and therapies peptidase control glycaemia , with low risk of hypoglycaemia .	BACKGROUND : Clinical trials comparing incretin-based - glucagon - like peptide - 1 receptor agonists ( @DRUG$ - twice daily and weekly - and once-daily liraglutide ) and dipeptidyl peptidase - 4 inhibitors ( @DRUG$ saxagliptin and linagliptin ) - with and oral drugs show that these therapies effectively glycaemia , with low risk of hypoglycaemia .	Clinical trials comparing incretin-based therapies - glucagon - like peptide - 1 receptor agonists ( @DRUG$ - twice daily and once weekly - and once-daily liraglutide ) and dipeptidyl peptidase - 4 inhibitors ( @DRUG$	0
0	tiletamine-@DRUG$ 1 mg/kg i.m., and ketamine 1 @DRUG$/kg i.m.	tiletamine -@DRUG$ 1 mg / kilo i.m. , and ketamine 1 @DRUG$ / kilo i.m .	kg -@DRUG$ 1 mg / tiletamine i.m. , and ketamine 1 @DRUG$ / kg i.m .	tiletamine 1 mg / kg i.m. , and ketamine 1 @DRUG$ / kg i.m .	For every 1 mg/kg of tiletamine given, 1 mg/kg of ketamine should also be given.	1
0	@DRUG$ is a potent inhibitor of both the cyclooxygenase and lipoxygenase pathways of the arachidonic acid cascade, @DRUG$ well as a potent anti-inflammatory and control-pain (postoperation, arthritis et.	@DRUG$ is a potent inhibitor of both the cox and lipoxygenase pathways of the arachidonic acid cascade , @DRUG$ well as a potent anti inflammatory and manipulate - pain ( postoperation , arthritis et .	@DRUG$ is a potent inhibitor of both the cyclooxygenase and lipoxygenase pathways of the arachidonic postoperation cascade , @DRUG$ well ( anti-inflammatory potent a and control - pain as acid , arthritis et .	@DRUG$ is a inhibitor of the cyclooxygenase and lipoxygenase pathways the arachidonic acid cascade , @DRUG$ well as a potent anti-inflammatory and control - pain ( postoperation , arthritis et .	@DRUG$ is a powerful inhibitor of both the cyclooxygenase and lipoxygenase pathways of the arachidonic acid cascade, as well as a powerful anti-inflammatory and pain-relieving agent.	1
0	The in vitro serum protein binding and erythrocyte uptake of [3H]@DRUG$ acid ([3H]@DRUG$; SC-30695), an active metabolite of the prostaglandin E1 (PGE1) analogue misoprostol, was determined in the blood of young (20-40 years) and elderly subjects (64 years or older) at concentrations ranging between 20 and 5000 pg/mL.	The in vitro serum protein binding and red blood cell uptake of [ 3H ] @DRUG$ acid ( [ 3H ] @DRUG$ ; sc - 30695 ) , an active metabolite of the prostaglandin E1 ( PGE1 ) analogue misoprostol , was determined in the origin of young (  - 40 eld ) and older subjects ( sixty four eld or older ) at concentrations ranging between  and 5000 pg / mL .	The - vitro serum protein 30695 and erythrocyte uptake of [ 3H ] @DRUG$ acid young [ 3H ] @DRUG$ ; in - binding ) , an active metabolite of the prostaglandin E1 or PGE1 ) analogue misoprostol , at determined subjects the blood of ( ( 20 SC 40 years ) and elderly in ( 64 years ( older ) was concentrations ranging between 20 and 5000 pg / mL .	The in serum protein binding and erythrocyte uptake of [ 3H ] @DRUG$ acid ( [ 3H ] @DRUG$ ; SC - 30695 an active metabolite of the prostaglandin E1 ( PGE1 ) misoprostol , was in the of young ( 20 - 40 years ) and elderly subjects ( 64 years or older ) at concentrations ranging between 20 and 5000 pg / mL .	The in vitro serum protein binding and erythrocyte uptake of [ 3H ] @DRUG$ acid ( [ 3H ] @DRUG$ ; SC - 30695 ) , an active metabolite of the prostaglandin E1 ( PGE1 ) analogue misoprostol ,	0
0	Clarithromycin (500 mg, b.i.@DRUG$.) and CBS (120 @DRUG$, q.i.d.) were added 24 h after starting omeprazole and were given for 7 days.	Clarithromycin ( 500 mg , b.i.@DRUG$ . ) and CBS ( 120 @DRUG$ , q.i.d. ) were added 24 heat content after starting prilosec and were devote for 7 days .	Clarithromycin ( 500 mg @DRUG$ b.i.@DRUG$ . ) ) CBS ( 120 , , omeprazole and were added 24 h after starting q.i.d. and were given for 7 days .	Clarithromycin ( 500 mg , b.i.@DRUG$ . ) and CBS ( 120 @DRUG$ , q.i.d. ) were added 24 h omeprazole and were given .	Clarithromycin ( 500 mg , b.i.@DRUG$ ) and CBS ( 120 @DRUG$ , q.i.d. ) were added 24 h after starting omeprazole and were given for 7 days .	0
0	Single-dose pharmacokinetics of @DRUG$n was described using noncompartmental analytical methods.	Single-dose pharmacokinetics of @DRUG$n was described using noncompartmental analytic methods .	Single-dose pharmacokinetics of @DRUG$n was described analytical noncompartmental using methods .	Single-dose pharmacokinetics of @DRUG$n described using noncompartmental analytical methods .	The pharmacokinetics of @DRUG$ after a single dose was studied using noncompartmental analytical methods .	1
0	SELECT is a phase III randomized, placebo-controlled trial of selenium (200 microg/day from L-@DRUG$) and/or @DRUG$ (400 IU/day of all rac alpha-tocopheryl acetate) supplementation for a minimum of 7 years (maximum of 12 years) in non-African American men at least 55 years of age and African American men at least 50 years of age.	SELECT is a phase III randomized , placebo- controlled trial run of selenium ( 200 microg / day from L-@DRUG$ ) and / or @DRUG$ ( 400 IU / day of all rac alpha-tocopheryl acetate ) supplement for a minimum of 7 long time ( uttermost of 12 long time ) in non-African american language men at least 55 long time of eld and African american language men at least 50 long time of eld .	SELECT is a acetate III randomized , placebo- controlled L-@DRUG$ of selenium ( of microg / day from trial ) and / American @DRUG$ ( 400 IU / day 200 all rac alpha-tocopheryl phase ) supplementation years a minimum of 7 years African maximum of 12 years ) in non-African American men at least 55 for of age and ( or men at least 50 years of age .	SELECT is a III randomized , placebo- controlled trial of selenium ( 200 microg / day from L-@DRUG$ ) and / or @DRUG$ ( 400 IU / day of all rac alpha-tocopheryl acetate ) supplementation for a minimum of years ( maximum of 12 years ) in non-African American men at least years of age African American men at least 50 years of .	SELECT is a phase III randomized, placebo-controlled trial of selenium (200 microg/day from L-@DRUG$) and/or @DRUG$ (400 IU/day of all rac alpha-tocopheryl acetate) supplementation for a minimum of 7 years (maximum of	0
0	The treatment of ewes with an intravenous (IV) injection of trichlorfon, insufficient to produce significant inhibition of erythrocyte acetylcholinesterase (AChE) activity, appeared to produce additive effects with those produced by subsequent treatment with 4 @DRUG$ of @DRUG$/kg/day.	The treatment of ewes with an intravenous ( IV ) injection of trichlorfon , insufficient to produce significant inhibition of erythrocyte acetylcholinesterase ( AChE ) activity , appeared to produce additive essence with those give rise by subsequent treatment with quaternion @DRUG$ of @DRUG$ / kg / twenty four hour period .	The produce of ewes with an intravenous injection IV ) ( of trichlorfon , insufficient to treatment significant inhibition of erythrocyte acetylcholinesterase ( additive ) activity effects appeared to produce AChE , with those produced by subsequent treatment with 4 @DRUG$ of @DRUG$ / kg / day .	The treatment of ewes with an intravenous ( IV ) injection of trichlorfon , insufficient significant inhibition of erythrocyte acetylcholinesterase ( AChE ) , appeared to produce additive effects with produced by subsequent treatment with 4 @DRUG$ of @DRUG$ / kg / day .	The treatment of ewes with an intravenous ( IV ) injection of trichlorfon , insufficient to produce significant inhibition of erythrocyte acetylcholinesterase ( AChE ) activity , appeared to produce additive effects with those produced by subsequent treatment with 4 DR	1
1	@DRUG$ lowering was observed on day 14 and 6 weeks after the start of @DRUG$.	@DRUG$ lowering was observed on day 14 and 6 hebdomad after the start of @DRUG$ .	@DRUG$ lowering was observed of day 14 and 6 weeks after the start on @DRUG$ .	@DRUG$ lowering was observed on 14 and 6 weeks after the start of @DRUG$ .	@DRUG$ lowers the amount of @DRUG$ in the body.	0
1	When controlled-release @DRUG$ was substituted for @DRUG$, blood pressure was more effectively controlled, and edema rates were reduced.	When curb - release @DRUG$ was substituted for @DRUG$ , blood pressure was more in effect curb , and edema rates were reduced .	When more - release @DRUG$ was substituted for @DRUG$ , blood pressure reduced controlled effectively controlled , and edema rates were was .	When controlled - release @DRUG$ was substituted for @DRUG$ , blood pressure was more effectively , and edema rates were reduced .	When @DRUG$ is used in place of @DRUG$, blood pressure is more effectively controlled and edema rates are reduced.	0
0	METHODS: In the absence of data from direct clinical comparisons, the published literature was reviewed for the clinical pharmacology, pharmacokinetic characteristics, and selectivity profiles of anastrozole, @DRUG$, and @DRUG$.	method : In the absence of data from direct clinical comparisons , the published literature was reviewed for the clinical materia medica , pharmacokinetic characteristic , and selectivity profiles of anastrozole , @DRUG$ , and @DRUG$ .	METHODS reviewed In the , of data from direct clinical : , the published literature was comparisons for the clinical pharmacology , pharmacokinetic characteristics absence and selectivity profiles of anastrozole , @DRUG$ , and @DRUG$ .	METHODS : In the absence of data clinical comparisons the published literature was reviewed for the clinical pharmacology , pharmacokinetic characteristics , and of anastrozole , @DRUG$ , and @DRUG$ .	We looked at the published literature to see what we could learn about the clinical pharmacology, pharmacokinetic characteristics, and selectivity profiles of anastrozole, @DRUG$, and @DRUG$.	0
0	The effects of AVP-923 (30 mg of DM plus 30 @DRUG$ of @DRUG$) given twice daily for 28 days were compared with those of its components.	The effects of AVP -923 ( 30 mg of DM plus 30 @DRUG$ of @DRUG$ ) given twice day by day for 28 twenty four hours were liken with those of its components .	The of of AVP -923 ( 30 mg of 28 with 30 @DRUG$ of @DRUG$ ) given twice daily for DM days were compared plus those effects its components .	The AVP -923 ( 30 mg of DM plus 30 @DRUG$ of @DRUG$ ) given twice daily for 28 days were compared with those of its components	The effects of AVP -923 ( 30 mg of DM plus 30 mg of @DRUG$ ) given twice daily for 28 days were compared with those of its components .	1
0	[Pharmacological properties and clinical efficacy of @DRUG$ @DRUG$ trisodium and pentetate zinc trisodium, antidotes for transuranium elements].	[ Pharmacological properties and clinical efficacy of @DRUG$ @DRUG$ trisodium and pentetate zn trisodium , antidote for transuranium elements ] .	[ properties Pharmacological and clinical efficacy of @DRUG$ @DRUG$ trisodium and pentetate zinc trisodium , transuranium for antidotes elements ] .	[ Pharmacological properties and clinical efficacy of @DRUG$ @DRUG$ trisodium and pentetate zinc trisodium , antidotes for transuranium elements ] .	Pharmacological properties and clinical efficacy of @DRUG$ @DRUG$ trisodium and pentetate zinc trisodium, antidotes for transuranium elements.	0
0	CONCLUSION: @DRUG$ has played and will continue to play an important role as a treatment for major depressive disorder in adults, @DRUG$ well as for other related disorders.	CONCLUSION : @DRUG$ has played and will continue to play an important role as a treatment for john r major depressive disorder in adults , @DRUG$ comfortably as for other related to disorders .	CONCLUSION , @DRUG$ has played and will continue to play an important role related a treatment for major depressive disorder in adults : @DRUG$ well as for other as disorders .	CONCLUSION : @DRUG$ has played and will continue to play an important role a treatment for depressive disorder in adults , @DRUG$ well as for other related disorders .	@DRUG$ is an effective treatment for major depressive disorder in adults, as well as for other related disorders.	1
0	5 Recovery in urine and faeces of administered @DRUG$ maleate (intact and @DRUG$ MK-422) was 94%.	v Recovery in piddle and faeces of administered @DRUG$ maleate ( intact and @DRUG$ MK - 422 ) was 94 % .	Recovery 5 in 94 and faeces of administered @DRUG$ maleate ( intact and @DRUG$ MK - 422 ) was urine % .	5 Recovery in urine and faeces of administered @DRUG$ maleate ( intact and @DRUG$ MK - 422 ) was % .	94% of the @DRUG$ that is administered is recovered in the urine and feces.	1
0	Newer antipsychotics, such @DRUG$ clozapine, olanzapine, @DRUG$, quetiapine and ziprasidone, have a different receptor-binding profile, interacting with both D and 5-HT receptors; they less frequently cause EPS and are better tolerated in the elderly.	new antipsychotics , such @DRUG$ clozapine , olanzapine , @DRUG$ , quetiapine and ziprasidone , have a different receptor-binding visibility , interacting with both D and cinque - HT receptors ; they lupus erythematosus frequently cause EPS and are better tolerated in the elderly .	Newer antipsychotics , such @DRUG$ clozapine , olanzapine , @DRUG$ , quetiapine and have , ziprasidone a different receptor-binding profile , interacting both with HT and 5 - D receptors ; better less frequently cause EPS and are they tolerated in the elderly .	Newer , such @DRUG$ clozapine , olanzapine , @DRUG$ , quetiapine and ziprasidone , have a different profile , interacting with both D 5 - HT receptors ; they less frequently and are better tolerated in the elderly .	Newer antipsychotics, such as clozapine, olanzapine, quetiapine and ziprasidone, have a different receptor-binding profile, interacting with both D and 5-HT receptors; they less frequently cause EPS and are better tolerated in the elderly	1
0	The glucocorticoid induced a rapid suppression of serum cortisol, DHEA, and DHEA-@DRUG$ (DHEA-S) @DRUG$ well as their metabolites, thus permitting to use this model to study the pharmacokinetic parameters of DHEA and its metabolites without significant interference by endogenous steroid levels.	The glucocorticoid hasten a rapid suppression of blood serum cortisol , DHEA , and DHEA - @DRUG$ ( DHEA -S ) @DRUG$ well as their metabolites , thusly permitting to use this model to study the pharmacokinetic parameter of DHEA and its metabolites without significant interference by endogenous steroid stratum .	and glucocorticoid suppression a rapid induced of serum cortisol , parameters , and DHEA - @DRUG$ ( DHEA -S ) @DRUG$ well as their metabolites , thus permitting to pharmacokinetic this model metabolites study the use DHEA of DHEA The its to without significant interference by endogenous steroid levels .	The glucocorticoid induced a rapid suppression of serum cortisol , DHEA , and DHEA - @DRUG$ ( DHEA -S ) @DRUG$ well their metabolites , thus permitting to use this model to study the pharmacokinetic of DHEA and its metabolites without significant interference by endogenous steroid levels .	The glucocorticoid induced a rapid suppression of serum cortisol, DHEA, and DHEA-@DRUG$ (DHEA-S) @DRUG$ well as their metabolites, thus permitting to use this model to study the pharmacokinetic parameters of DHEA and its	0
1	In MN302 (intent-to-treat population, N = 999), 50.5% of patients in the @DRUG$ group were ACR20 responders at the end of 1 year, compared with 64.8% in the @DRUG$ group (P < 0.001 vs leflunomide).	In MN302 ( intent-to- regale universe , N = 999 ) , 50.5 % of affected role in the @DRUG$ group were ACR20 responders at the end of 1 year , compared with 64.8 % in the @DRUG$ group ( atomic number  < 0.001 vs leflunomide ) .	In MN302 ( treat intent-to- population , N , 999 ) = 50.5 % of patients < the @DRUG$ group were ACR20 responders at the end of 1 year ( compared with 64.8 % in the @DRUG$ group , P in 0.001 vs leflunomide ) .	In MN302 ( intent-to- treat population , N = 999 ) , 50.5 % of the @DRUG$ group were ACR20 responders at the end of 1 year , compared with 64.8 % in the @DRUG$ group ( P < 0.001 vs leflunomide ) .	In the study, 50.5% of patients who took @DRUG$ responded to the treatment, compared to 64.8% of patients who took @DRUG$. This difference was statistically significant.	0
1	In elderly patients with a variety of high-risk comorbidities, @DRUG$ did demonstrate higher odds of sudden cardiac death and ventricular arrhythmias when compared with @DRUG$.	In elderly patients with a variety of high- risk comorbidities , @DRUG$ did demonstrate higher betting odds of sudden cardiac death and ventricular arrhythmia when compared with @DRUG$ .	In elderly patients with a variety of higher ventricular comorbidities , @DRUG$ did demonstrate high- odds of sudden cardiac death and risk arrhythmias when compared with @DRUG$ .	In elderly patients with a variety of high- risk comorbidities , @DRUG$ did demonstrate higher odds of sudden cardiac death and arrhythmias when compared with @DRUG$ .	In elderly patients with a variety of high- risk comorbidities , @DRUG$ was more likely to cause sudden cardiac death and ventricular arrhythmias when compared with @DRUG$ .	0
0	Daily (50-200 mg) or twice-daily (100 @DRUG$) administration for 7 @DRUG$ maintained low estradiol levels (17 +/- 3 to 68 +/- 46 pg/ml) in most subjects during late follicular phase.	Daily ( 50-200 mg ) or twice - daily ( 100 @DRUG$ ) administration for seven @DRUG$ maintained low estradiol point ( 17 +/- deuce ace to 68 +/- 46 pg /ml ) in most study during late follicular phase .	Daily ( 50-200 46 ) - twice or daily ( 100 @DRUG$ ) administration +/- 7 @DRUG$ maintained low estradiol levels subjects 17 for 3 to 68 +/- mg pg /ml ) in most ( during late follicular phase .	Daily ( 50-200 mg ) or twice - daily ( 100 @DRUG$ administration for 7 @DRUG$ maintained low estradiol levels ( 17 +/- 3 to +/- pg ) in subjects during late follicular phase .	Daily ( 50-200 mg ) or twice - daily ( 100 @DRUG$ ) administration for 7 @DRUG$ maintained low estradiol levels ( 17 +/- 3 to 68 +/- 46 pg /ml ) in most subjects during late follicular phase ."This means that if you take 50-	0
0	AIM: To study the steady-state plasma and intracellular pharmacokinetics of raltegravir, @DRUG$, @DRUG$ and ritonavir in heavily pre-treated patients.	AIM : To study the unfaltering -state plasm and intracellular pharmacokinetics of raltegravir , @DRUG$ , @DRUG$ and ritonavir in heavily pre-treated patients .	AIM : and study the steady -state plasma To intracellular in of raltegravir , @DRUG$ , @DRUG$ and ritonavir pharmacokinetics heavily pre-treated patients .	AIM : study the steady -state plasma and pharmacokinetics of raltegravir , @DRUG$ , @DRUG$ and ritonavir heavily pre-treated patients .	The study aimed to measure the levels of raltegravir, @DRUG$, @DRUG$ and ritonavir in the blood plasma and cells of patients who had been given a lot of other drugs.	0
0	"MATERIALS AND METHODS: Swiss albino mice (male) received treatment of 5% of Tween 80 in 0.9% saline (10 ml/kg; control group), ""aripiprazole alone"" (1 @DRUG$/kg), ""@DRUG$ alone"" (3 mg/kg), and aripiprazole (0.5 mg/kg) + hydroxyzine (1.5 mg/kg) through the intraperitoneal route."	" MATERIALS AND method acting : Swiss albino mice ( male ) received discussion of 5 % of Tween fourscore in 0.9 % saline ( tenner ml / kilogram ; control chemical group ) , " " aripiprazole unique " " ( 1 @DRUG$ / kilogram ) , " " @DRUG$ unique " " ( tercet mg / kilogram ) , and aripiprazole ( 0.5 mg / kilogram ) + hydroxyzine ( 1.5 mg / kilogram ) through the intraperitoneal route . "	" MATERIALS AND METHODS : Swiss albino mice through male ) received treatment of mg , of Tween 80 in 0.9 % saline ( 10 ml / kg ; control group hydroxyzine , " mg aripiprazole alone " " ( 1 @DRUG$ / kg ) , " " @DRUG$ alone " aripiprazole / 3 mg / kg ) % and " ( 0.5 5 / kg ) + ) ( 1.5 " ( kg ) ( the intraperitoneal route . "	" AND METHODS Swiss albino mice ( male ) received treatment of 5 % of Tween 80 in 0.9 % saline ( 10 ml / kg control group ) , " " aripiprazole " " ( 1 @DRUG$ ) , " " @DRUG$ alone " " ( 3 mg / kg , and aripiprazole ( mg / kg ) + hydroxyzine ( 1.5 mg / kg ) through the intraperitoneal route . "	MATERIALS AND METHODS: Swiss albino mice (male) received treatment of 5% of Tween 80 in 0.9% saline (10 ml/kg; control group), aripiprazole alone (1 @DRUG$/kg), @DRUG$ alone (	0
0	In 2 clinical studies evaluating use of intravenous vernakalant in cardioversion of patients with recent-onset AF, @DRUG$ improved the chance of restoration of normal sinus rhythm (combined results 51% vs 3.8% with placebo; @DRUG$ < 0.001).	indium deuce clinical studies pass judgment use of intravenous vernakalant in cardioversion of patients with recent-onset AF , @DRUG$ improved the chance of restoration of normal fistula rhythm ( combined results 51 % vs 3.8 % with placebo ; @DRUG$ < 0.001 ) .	In 2 clinical studies evaluating use patients intravenous normal in of of of with recent-onset AF , @DRUG$ improved the chance cardioversion restoration of vernakalant sinus rhythm ( combined results 51 % vs 3.8 % with placebo ; @DRUG$ < 0.001 ) .	In 2 clinical studies evaluating use of vernakalant cardioversion of patients with recent-onset @DRUG$ improved the chance of restoration of normal sinus rhythm ( combined results 51 % vs 3.8 % with placebo ; @DRUG$ < 0.001 ) .	@DRUG$ improved the chance of restoration of normal sinus rhythm ( combined results 51 % vs 3.8 % with placebo ; @DRUG$ < 0.001 ) .	0
0	Both native and recombinant CTRL-1 displayed chymotrypsin- and elastase-2-like activities and hydrolyzed the amide bonds of substrates having tyrosine, @DRUG$, or @DRUG$ residues at the P1 position.	Both native and recombinant CTRL - i displayed chymotrypsin- and elastase - 2 - like activities and hydrolyzed the amide trammel of substrates having tyrosine , @DRUG$ , or @DRUG$ residues at the P1 side .	recombinant native and Both , - 1 displayed chymotrypsin- 2 elastase - and - like activities and hydrolyzed the amide bonds of substrates having tyrosine CTRL @DRUG$ , or @DRUG$ residues at the P1 position .	Both native and recombinant CTRL - 1 displayed chymotrypsin- and elastase - 2 - like and hydrolyzed the amide bonds of substrates having tyrosine , @DRUG$ , or @DRUG$ residues at the P1 position .	Both native and recombinant CTRL - 1 displayed chymotrypsin- and elastase - 2 - like activities and hydrolyzed the amide bonds of substrates having tyrosine , @DRUG$ , or @DRUG$ residues at the P1 position ."In other	0
0	Unchanged @DRUG$ and M16 (@DRUG$ conjugate of hydrolyzed cobimetinib) were the major circulating species, accounting for 20.5% and 18.3% of the drug-related material in plasma up to 48 hours postdose, respectively.	Unchanged @DRUG$ and M16 ( @DRUG$ conjugate of hydrolyze cobimetinib ) were the major circulating species , accounting system for 20.5 % and 18.3 % of the drug-related fabric in plasma up to 48 hours postdose , respectively .	Unchanged @DRUG$ and M16 ( @DRUG$ conjugate of hydrolyzed cobimetinib ) were the major circulating species accounting , for 20.5 % and 18.3 % of the drug-related up in material plasma to 48 hours postdose , respectively .	Unchanged @DRUG$ M16 ( @DRUG$ conjugate of hydrolyzed cobimetinib ) were the major species , accounting for % and 18.3 % of the drug-related material in plasma to hours , respectively .	 unchanged @DRUG$ and M16 ( @DRUG$ conjugate of hydrolyzed cobimetinib ) were the major circulating species .	0
0	10(-4) @DRUG$ @DRUG$ completely blocked Na+ resorption and lowered net K+ secretion to half that of controls, whereas HCO3- accumlated in the lumen, probably due to a decrease in H+ secretion.	10 ( - 4 ) @DRUG$ @DRUG$ whole blocked Na+ resorption and lour net K + secretion to half that of controls , whereas HCO3 - accumlated in the lm , probably due to a lessen in H+ secretion .	to ( resorption 4 ) @DRUG$ @DRUG$ , blocked Na+ - and lowered net H+ + secretion to half that of controls completely whereas HCO3 - accumlated in the lumen , probably due 10 a decrease in K secretion .	10 ( - 4 ) @DRUG$ @DRUG$ completely blocked Na+ resorption and lowered net K + secretion to half that of controls , whereas HCO3 - accumlated in the lumen , due to a decrease in H+ secretion .	10 ( - 4 ) @DRUG$ @DRUG$ completely blocked Na+ resorption and lowered net K + secretion to half that of controls , whereas HCO3 - accumlated in the lumen , probably due to a decrease in H+ secretion ."This means that when DRUG	0
1	Effects of firocoxib, @DRUG$, and @DRUG$ administration on eicosanoid production in target tissues of healthy cats.	Effects of firocoxib , @DRUG$ , and @DRUG$ administration on eicosanoid output in target tissues of healthy cats .	Effects healthy firocoxib , @DRUG$ , and @DRUG$ administration on eicosanoid production in target tissues of of cats .	Effects of firocoxib , @DRUG$ , and @DRUG$ on eicosanoid production in target healthy .	The effects of firocoxib (a drug) administration on eicosanoid production in target tissues (such as the liver, kidneys, and heart) of healthy cats.	1
1	@DRUG$ is a trans-isomeric phenylpiperidine with antidepressant properties induced by selective inhibition of the neuronal high affinity uptake of @DRUG$.	@DRUG$ is a trans-isomeric phenylpiperidine with antidepressant properties induced by selective inhibition of the neural high chemical attraction uptake of @DRUG$ .	@DRUG$ is a trans-isomeric phenylpiperidine with antidepressant properties induced of selective inhibition neuronal the of high affinity uptake by @DRUG$ .	@DRUG$ is a phenylpiperidine with antidepressant properties induced by selective inhibition of the neuronal high affinity uptake of @DRUG$ .	@DRUG$ is a drug that has antidepressant properties and is induced by selective inhibition of the neuronal high affinity uptake of @DRUG$ .	0
0	The extent of metabolism of the three androgens was also modified: formation of @DRUG$ from @DRUG$, and of the latter from androstenedione, was decreased by cyproterone and increased by the acetate.	The extent of metabolism of the trinity androgens was also modified : formation of @DRUG$ from @DRUG$ , and of the latter from androstenedione , was fall by cyproterone and increased by the ethanoate .	The extent was metabolism of the three modified was also androgens : formation of @DRUG$ from @DRUG$ , and of the by from androstenedione , of decreased by cyproterone and increased latter the acetate .	The extent of metabolism of the three androgens was also modified : formation of @DRUG$ from @DRUG$ , and of the latter from androstenedione , decreased by cyproterone and increased by the acetate .	The extent of metabolism of the three androgens was also modified : formation of @DRUG$ from @DRUG$ was decreased by cyproterone and increased by the acetate .	0
1	@DRUG$ level was determined in plasma by a very sensitive and specific LC-MS-MS method, with a low limit of quantification of 0.5 @DRUG$/ml of plasma.	@DRUG$ level was determined in plasma by a very sensitive and particular LC - MS - MS method acting , with a sir david low limit of quantification of 0.5 @DRUG$ / ml of plasma .	@DRUG$ level was determined with plasma LC a very sensitive and specific method - MS - MS by , in a low limit of quantification of 0.5 @DRUG$ / ml of plasma .	@DRUG$ level was determined plasma by a very sensitive and specific LC - MS - MS method , with a low limit of quantification of 0.5 @DRUG$ / ml plasma .	The level of @DRUG$ in plasma was determined using a very sensitive and specific LC - MS - MS method, with a low limit of quantification of 0.5 @DRUG$ / ml of plasma.	0
0	When made available to rhesus monkeys (n = 4) for self-administration, +-@DRUG$ functioned as a positive reinforcer in all monkeys, @DRUG$ did (-)-pseudoephedrine in two of three monkeys.	When made useable to rhesus monkeys ( n = 4 ) for self -administration , +- @DRUG$ functioned as a irrefutable reinforcer in all monkeys , @DRUG$ did ( -) - pseudoephedrine in two of ternion monkeys .	When made available to rhesus monkeys = n ( 4 ) +- self -administration , for @DRUG$ functioned as a positive -) in all monkeys , @DRUG$ did ( reinforcer - pseudoephedrine in two of three monkeys .	When made available to rhesus monkeys ( n = 4 ) for self -administration , @DRUG$ functioned as a positive reinforcer in all monkeys , @DRUG$ did ( -) - pseudoephedrine two of three monkeys .	When made available to rhesus monkeys ( n = 4 ) for self -administration , +- @DRUG$ functioned as a positive reinforcer in all monkeys , @DRUG$ did ( -) - pseudoephedrine in two of three monkeys ."This means that when the	0
0	The uptake of @DRUG$ into the brain through this mechanism would compete with the uptake of energy precursors, such as the monocarboxylic acids 3-hydroxybutyrate, lactate or pyruvate and with some amino acids, but not with @DRUG$.	The uptake of @DRUG$ into the brainiac through this chemical mechanism would compete with the uptake of energy precursors , such as the monocarboxylic acids leash - hydroxybutyrate , lactate or pyruvate and with some amino group acids , but not with @DRUG$ .	the uptake not @DRUG$ into The brain through the mechanism would compete with the uptake - energy precursors , such as this monocarboxylic acids 3 of hydroxybutyrate , lactate or pyruvate and with some amino acids , but of with @DRUG$ .	The uptake of @DRUG$ into the through this mechanism would compete with the uptake energy precursors , such monocarboxylic acids 3 - hydroxybutyrate , lactate or pyruvate with some acids , but not with @DRUG$	@DRUG$ uptake into the brain would compete with the uptake of energy precursors and some amino acids, but not with @DRUG$.	0
0	The enzymes that depend on BH(4) are the phenylalanine, @DRUG$ and tryptophan hydroxylases, the latter two being the rate-limiting enzymes for catecholamine and @DRUG$ (serotonin) biosynthesis, all NO synthase isoforms and the glyceryl-ether mono-oxygenase.	The enzymes that depend on bh (  ) are the phenylalanine , @DRUG$ and tryptophan hydroxylases , the latter two being the rate-limiting enzymes for catecholamine and @DRUG$ (  hydroxytryptamine ) biogenesis , all NO synthase isoforms and the glyceryl- ether mono-oxygenase .	The isoforms and depend , BH ( 4 ) are the phenylalanine , @DRUG$ that mono-oxygenase hydroxylases , the latter two being the rate-limiting enzymes for catecholamine and @DRUG$ ( serotonin ) biosynthesis on all NO synthase enzymes and the glyceryl- ether tryptophan .	The enzymes that depend on BH ( 4 are the phenylalanine , @DRUG$ and tryptophan hydroxylases , the latter two being the rate-limiting enzymes for catecholamine and @DRUG$ ( serotonin ) biosynthesis , all NO synthase isoforms and the glyceryl- ether mono-oxygenase	The enzymes that depend on BH ( 4 ) are the phenylalanine , @DRUG$ and tryptophan hydroxylases , the latter two being the rate-limiting enzymes for catecholamine and @DRUG$ ( serotonin ) biosynthesis , all NO synthase iso	0
0	The LMWH tinzaparin appears clinically to be as effective and safe as @DRUG$ in the prophylaxis of deep vein thrombosis after total @DRUG$ replacement, at the doses used and under the conditions of this study.	The LMWH tinzaparin appears clinically to be as effective and safe as @DRUG$ in the prophylaxis of deep vein thrombosis after sum @DRUG$ replacement , at the united states department of state used and under the atmospheric condition of this study .	The LMWH tinzaparin appears this to be as effective and safe as @DRUG$ in the prophylaxis of deep vein thrombosis and total @DRUG$ replacement , at the doses used after under the study of clinically conditions .	The LMWH tinzaparin appears clinically be as effective and safe as @DRUG$ in the prophylaxis of deep vein thrombosis after @DRUG$ replacement , at the doses used and under the conditions of this study .	The LMWH tinzaparin appears to be as effective and safe as @DRUG$ in the prophylaxis of deep vein thrombosis after total @DRUG$ replacement, at the doses used and under the conditions of this study.	0
0	Thromboxane B2 formation, ATP release, and elevation of cytosolic free calcium caused by collagen, ADP, @DRUG$, arachidonic acid and @DRUG$ respectively were markedly inhibited by chlorobutanol.	Thromboxane B2 formation , ATP eject , and elevation of cytosolic free ca caused by collagen , adp , @DRUG$ , arachidonic acid and @DRUG$ respectively were markedly inhibited by chlorobutanol .	Thromboxane B2 formation , acid release and and elevation of cytosolic free caused calcium by collagen , ADP , @DRUG$ , arachidonic ATP , @DRUG$ respectively were markedly inhibited by chlorobutanol .	Thromboxane B2 formation , ATP release , and of cytosolic free calcium caused by collagen , ADP , @DRUG$ arachidonic acid and @DRUG$ respectively were markedly inhibited by chlorobutanol .	The formation of thromboxane B2, the release of ATP, and the elevation of cytosolic free calcium caused by collagen, ADP, @DRUG$, and arachidonic acid were markedly inhibited by chlorobutanol.	1
1	@DRUG$, formerly known as BMS-232632, can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir as atazanavir/@DRUG$ 300/100 mg q.d. for therapy-experienced patients.	@DRUG$ , erstwhile known as BMS - 232632 , can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- seam human immunodeficiency virus therapy or combined with ritonavir as atazanavir / @DRUG$ 300/100 mg q.d. for therapy - experienced affected role .	@DRUG$ , formerly known q.d. q.d. - 232632 either can be dosed , at for mg BMS without a pharmacoenhancer as first- line HIV therapy or combined with ritonavir as atazanavir / @DRUG$ 300/100 mg as 400 therapy - experienced patients .	@DRUG$ , formerly known as BMS - 232632 , be dosed either at 400 mg without a pharmacoenhancer as first- line HIV therapy or combined with ritonavir as atazanavir / @DRUG$ 300/100 mg q.d. for therapy - experienced patients .	@DRUG$ is a drug that can be used to treat HIV. It can be taken by itself as a first-line therapy, or in combination with ritonavir as atazanavir / @DRUG$ .	0
0	Ivabradine was shown to be superior to placebo in improving exercise tolerance test (ETT) criteria (n = 360) and, in a 4-month, double-blind, controlled study (n = 939), @DRUG$ 5 and 7.5mg twice daily were shown to be at least @DRUG$ effective as atenolol 50 and 100mg once daily, respectively, in improving total exercise duration and other ETT criteria, and reducing the number of angina attacks.	Ivabradine was shown to be superior to placebo in improving exercise leeway test ( ETT ) criteria ( northward = 360 ) and , in a 4 - calendar month , double - blind , check study ( northward = 939 ) , @DRUG$ 5 and 7.5 mg twice daily were shown to be at least @DRUG$ effective as atenolol  and c mg once daily , respectively , in improving full exercise duration and other ETT criteria , and reducing the number of angina pectoris attacks .	Ivabradine was shown to to superior be placebo in improving exercise tolerance test ( ETT ) criteria were 4 = , ) and , in a n - month , double ETT blind , controlled study ( n = 939 ) , @DRUG$ 5 and 7.5 mg twice daily as shown to be at least @DRUG$ effective ( atenolol and and 100 total once daily , respectively , in improving mg exercise duration and other - criteria 360 50 reducing the number of angina attacks .	Ivabradine was shown to be superior to placebo improving exercise test ( ETT ) criteria ( n = 360 ) and , in a 4 - month double - blind , controlled study ( n = 939 ) , @DRUG$ and 7.5 mg twice daily shown to be least @DRUG$ effective as atenolol 50 and 100 mg , respectively in improving total exercise duration and other criteria , and reducing the number of angina attacks .	Ivabradine was shown to be superior to placebo in improving exercise tolerance test ( ETT ) criteria ( n = 360 ) and , in a 4 - month , double - blind , controlled study ( n = 939 ) , @DRUG$ 5 and 7.5 mg twice daily were shown	1
0	Synthetic approaches to the most important representatives (compounds under clinical investigations or available on the market) are described, including valacyclovir, @DRUG$, @DRUG$, valcyclopropavir, valtorcitabine, valopicitabine and several attempts to amino acid modifications of antiretroviral nucleosides.	Synthetic approaches to the most significant representatives ( chemical compound under clinical investigation or available on the market ) are described , including valacyclovir , @DRUG$ , @DRUG$ , valcyclopropavir , valtorcitabine , valopicitabine and several attempts to amino acid modifications of antiretroviral nucleoside .	Synthetic approaches to the most important ) ( compounds under clinical investigations or , on the valcyclopropavir representatives are described , including valacyclovir , @DRUG$ , @DRUG$ , market available valtorcitabine , valopicitabine and several attempts to amino acid modifications of antiretroviral nucleosides .	Synthetic approaches to the most important ( compounds under clinical investigations or on the market ) are described , including valacyclovir , @DRUG$ , @DRUG$ , valcyclopropavir , valtorcitabine , valopicitabine and attempts to amino acid antiretroviral .	The synthetic approaches to creating the most important representatives (compounds under clinical investigation or available on the market) are described, including valacyclovir, @DRUG$, @DRUG$, valcyclopropavir, valtorcitabine, valopicitabine and several attempts to	0
0	The cardiopulmonary consequences of IV administered xylazine (1.0 mg/kg) followed by @DRUG$ (10 @DRUG$/kg) were evaluated in 12 dogs.	The cardiorespiratory consequences of IV lot xylazine ( 1.0 mg / kg ) followed by @DRUG$ ( 10 @DRUG$ / kg ) were evaluated in 12 dogs .	The cardiopulmonary consequences of IV administered xylazine ( 1.0 mg / kg ) followed by @DRUG$ ( 10 @DRUG$ 12 kg ) evaluated were in / dogs .	The cardiopulmonary consequences IV administered xylazine ( 1.0 mg / kg ) followed by @DRUG$ ( 10 @DRUG$ / kg ) were evaluated in 12 dogs .	The cardiopulmonary consequences of IV administered xylazine ( 1.0 mg / kg ) followed by @DRUG$ ( 10 @DRUG$ / kg ) were evaluated in 12 dogs ."If you give a dog 1.0 mg of xylazine, and then give it 10	0
0	Nootropic drugs tested include @DRUG$ (2-oxo-1-pyrrolidineacetamide), aniracetam (1-(4-methoxybenzoyl)-2-pyrrolidinone), the Ampakine, Ampalex, 1-(quinoxalin-6-ylcarbonyl)piperidine, and analogs were compared to the antidepressants, fluoxetine ((+/-)-N-methyl-gamma-(4-[trifluoromethyl]phenoxy)-benzenepropanamine) and desimpramine (5H-dibenz[b,f]azepine-5-propanamine, 10,11-dihydro-N-methyl-, monohydrochloride), while the anxiolytic diazepam (7-chloro-1-methyl-5-phenyl-3H-1,4-benzodiazepin-2(1H)-one) served @DRUG$ a control.	Nootropic do drugs try out include @DRUG$ ( 2-oxo-1-pyrrolidineacetamide ) , aniracetam ( 1 -( 4-methoxybenzoyl ) -2-pyrrolidinone ) , the Ampakine , Ampalex , 1 -( quinoxalin-6- ylcarbonyl ) piperidine , and analogue were compare to the antidepressant , fluoxetine ( (+/-)-N-methyl-gamma-( 4 -[ trifluoromethyl ] phenoxy ) -benzenepropanamine ) and desimpramine ( 5H - dibenz [ b , f] azepine-5- propanamine , 10,11-dihydro-N-methyl- , monohydrochloride ) , while the antianxiety drug valium ( 7- chloro-1- methyl-5- phenyl-3H-1,4-benzodiazepin-2( 1H ) - unrivalled ) served @DRUG$ a control .	Nootropic drugs tested include @DRUG$ ( 2-oxo-1-pyrrolidineacetamide monohydrochloride , aniracetam ( 1 -( 4-methoxybenzoyl ) -2-pyrrolidinone 10,11-dihydro-N-methyl- , the Ampakine ( Ampalex , methyl-5- , quinoxalin-6- ylcarbonyl ) were , and analogs piperidine compared to the antidepressants , fluoxetine ( (+/-)-N-methyl-gamma-( 4 -[ trifluoromethyl ] phenoxy ) -benzenepropanamine ) , desimpramine , 5H - dibenz [ b -( f] azepine-5- propanamine and ) , ) ) , while the anxiolytic diazepam ( 7- chloro-1- 1 phenyl-3H-1,4-benzodiazepin-2( 1H ) - one ) served @DRUG$ a control .	Nootropic drugs include @DRUG$ ( 2-oxo-1-pyrrolidineacetamide , aniracetam ( 1 -( 4-methoxybenzoyl ) -2-pyrrolidinone ) , the Ampakine Ampalex , 1 -( quinoxalin-6- ylcarbonyl ) piperidine , and analogs were compared the antidepressants , fluoxetine ( (+/-)-N-methyl-gamma-( 4 -[ trifluoromethyl ] phenoxy -benzenepropanamine and desimpramine ( 5H - [ b , f] azepine-5- propanamine , 10,11-dihydro-N-methyl- , monohydrochloride ) , while the anxiolytic diazepam ( 7- chloro-1- methyl-5- phenyl-3H-1,4-benzodiazepin-2( 1H ) - one ) served @DRUG$ a control	Nootropic drugs tested include @DRUG$ ( 2-oxo-1-pyrrolidineacetamide ) , aniracetam ( 1 -( 4-methoxybenzoyl ) -2-pyrrolidinone ) , the Ampakine ,	1
0	@DRUG$ consistently diminished perennial allergic rhinitis symptoms, reducing the morning-evening instantaneous TSS (P =.005), the morning-evening reflective TSS (P =.007), the morning-evening reflective total nonnasal score (@DRUG$ =.023), and the individual nasal symptom scores for rhinorrhea, nasal itching, sneezing, and postnasal drip/drainage (P =.05 to P =.013) during weeks 1 through 4.	@DRUG$ consistently diminished recurrent allergic rhinitis symptoms , reducing the morning -evening instant TSS ( phosphorus =.005 ) , the morning -evening pensive TSS ( phosphorus =.007 ) , the morning -evening pensive total nonnasal score ( @DRUG$ =.023 ) , and the individual pinched symptom scores for rhinorrhea , pinched itchiness , sneezing , and postnasal drip / drainage ( phosphorus =.05 to phosphorus =.013 ) during weeks 1 through quaternity .	@DRUG$ symptom diminished perennial sneezing rhinitis nonnasal , reducing the morning -evening instantaneous TSS ( itching =.005 ) , the morning -evening , TSS ( P =.007 ) reflective , morning -evening reflective total symptoms score ( @DRUG$ =.023 ) , and the individual nasal for scores consistently rhinorrhea , nasal P the allergic , and postnasal drip / drainage ( P =.05 to P =.013 ) during weeks 1 through 4 .	@DRUG$ diminished perennial allergic rhinitis symptoms , reducing the morning -evening TSS ( P ) , the morning -evening reflective TSS ( P ) , the morning -evening reflective total nonnasal score ( @DRUG$ =.023 , and the nasal symptom scores for rhinorrhea , nasal , sneezing and postnasal / drainage ( P =.05 to P =.013 ) during weeks 1 through 4 .	@DRUG$ consistently diminished perennial allergic rhinitis symptoms , reducing the morning -evening instantaneous TSS ( P =.005 ) , the morning -evening reflective TSS ( P =.007 ) , the morning -evening reflective total nonnasal score ( @DRUG$ =.	0
0	The pharmacokinetics (PK) and dose proportionality of @DRUG$ (ZACTRAN), a novel azalide, after a single intravenous (i.v.) dose of 3 mg/kg or subcutaneous (s.c.) injection at 3, 6 and 9 @DRUG$/kg body weight were studied in 13 male castrate and 13 female Angus cattle.	The pharmacokinetics ( PK ) and dose proportionality of @DRUG$ ( ZACTRAN ) , a novel azalide , after a single intravenous ( i.v. ) dose of 3 atomic number  / kg or subcutaneous ( s.c. ) shot at 3 ,  and niner @DRUG$ / kg body weight were studied in bakers dozen male castrate and bakers dozen female person Angus cattle .	The pharmacokinetics ( PK ) female body proportionality kg @DRUG$ ( kg ) , a novel azalide , after a single intravenous ( i.v. ) dose of 3 mg / ZACTRAN or and ( s.c. ) injection at 3 , 6 and 9 @DRUG$ / of dose weight 13 studied in 13 male castrate subcutaneous were and Angus cattle .	The pharmacokinetics ( PK and dose proportionality of @DRUG$ ( ZACTRAN ) a novel azalide , after a single intravenous ( i.v. ) of 3 mg / kg or subcutaneous ( s.c. ) injection at 3 , 6 and 9 @DRUG$ / kg body weight were studied in 13 male castrate and 13 female Angus cattle .	The pharmacokinetics ( PK ) and dose proportionality of @DRUG$ ( ZACTRAN ) , a novel azalide , after a single intravenous ( i.v. ) dose of 3 mg / kg or subcutaneous ( s.c. ) injection at 3 , 6	1
0	The antiappetite agent @DRUG$ (DEP), and the antidepressant and antismoking aid compound bupropion (BP), not only share the @DRUG$ structural motif but also present similar mechanisms of action in the CNS.	The antiappetite agent @DRUG$ ( DEP ) , and the antidepressant and antismoking assistance heighten bupropion ( BP ) , not only share the @DRUG$ structural motif but also present exchangeable mechanisms of action in the CNS .	The antiappetite agent @DRUG$ ( DEP ) , and the and antidepressant antismoking aid compound similar ) BP ( , not only share the @DRUG$ structural motif but also present bupropion mechanisms of action in the CNS .	The antiappetite agent @DRUG$ ( DEP ) , the and antismoking aid compound bupropion ( BP ) , not only share the @DRUG$ structural motif also present similar mechanisms of action in the .	@DRUG$ and @DRUG$ share a structural motif, and they both have similar mechanisms of action in the CNS.	0
0	This meta-analysis aimed to evaluate the effects of @DRUG$ @DRUG$ an adjunct to LA in BPB during shoulder or upper extremity surgery.	This meta-analysis aimed to evaluate the effects of @DRUG$ @DRUG$ an adjunct to LA in BPB during shoulder or upper appendage surgical operation .	This meta-analysis during to evaluate or effects of @DRUG$ @DRUG$ an adjunct to LA in BPB aimed shoulder the upper extremity surgery .	This aimed to evaluate the effects of @DRUG$ @DRUG$ an to LA in during shoulder or upper extremity surgery .	The study found that using @DRUG$ in addition to LA (local anesthetic) during shoulder or upper extremity surgery resulted in a significant decrease in BPB (blood pressure).	1
0	The bursa anlage failed to develop in @DRUG$ embryos injected with 5 micrograms @DRUG$ on the 5th day of embryonation.	The bursa anlage failed to formulate in @DRUG$ embryos injected with 5 micrograms @DRUG$ on the fifth day of embryonation .	The bursa anlage failed to micrograms in @DRUG$ embryos injected with 5th develop @DRUG$ on the 5 day of embryonation .	The bursa anlage failed to develop in @DRUG$ embryos injected with 5 micrograms @DRUG$ on the 5th day of embryonation	If you inject embryos with @DRUG$ on the 5th day of embryonation, the bursa anlage will fail to develop.	1
1	The mean AUC for nasal airflow over 6 hours was significantly greater with @DRUG$ compared with placebo in 3 studies (P < 0.05); placebo-controlled trials of fexofenadine and @DRUG$ had similar results.	The mean value AUC for nasal airflow over 6 hours was significantly greater with @DRUG$ equate with placebo in 3 studies ( P < 0.05 ) ; placebo-controlled trials of fexofenadine and @DRUG$ had similar ensue .	The mean AUC for nasal airflow over 6 hours was 0.05 greater and @DRUG$ compared with placebo in 3 studies ) P < significantly ( ; placebo-controlled trials of fexofenadine with @DRUG$ had similar results .	The mean AUC for nasal airflow over 6 hours was significantly greater with @DRUG$ compared with placebo 3 studies ( P < 0.05 ) placebo-controlled trials of fexofenadine and @DRUG$ had similar results .	The mean AUC for nasal airflow over 6 hours was significantly greater with @DRUG$ compared with placebo in 3 studies ( P < 0.05 ); placebo-controlled trials of fexofenadine and @DRUG$ had similar results ."In other words, DRUGA is more	0
0	The most reactive residues are cysteine, methionine, and @DRUG$ and, to a lesser degree, aspartic acid, @DRUG$, tyrosine, lysine, serine, and threonine.	The most reactive residue are cysteine , methionine , and @DRUG$ and , to a less academic degree , aspartic acid , @DRUG$ , tyrosine , lysine , serine , and threonine .	The most reactive residues , cysteine , methionine , and @DRUG$ , are to a lesser degree , aspartic acid , @DRUG$ , tyrosine and lysine serine , , and threonine .	The reactive residues are cysteine , methionine , and @DRUG$ and , to a lesser aspartic acid , @DRUG$ , tyrosine , lysine , , and threonine .	The most reactive residues are cysteine, methionine, and @DRUG$, and to a lesser degree, aspartic acid, @DRUG$, tyrosine, lysine, serine, and threonine.	0
1	After pretreatment with the P450 2E1 inducer @DRUG$, five groups of 10 rats breathed 1.25 minimum alveolar anesthetic concentration (MAC) of halothane, enflurane, isoflurane, or desflurane in oxygen, or oxygen alone, each for 8 h. Immunochemical analysis of livers harvested 18 h after anesthetic exposure showed tissue acylation (greatest to least) after exposure to @DRUG$, enflurane, or isoflurane.	After pretreatment with the P450 2E1 inducer @DRUG$ , five groups of 10 rats breathed 1.25 lower limit alveolar anesthetic denseness ( mac ) of halothane , enflurane , isoflurane , or desflurane in oxygen , or oxygen unequalled , each for eighter from decatur h. Immunochemical analysis of liver harvested 18 h after anesthetic exposure showed tissue acylation ( greatest to to the lowest degree ) after exposure to @DRUG$ , enflurane , or isoflurane .	After pretreatment with the P450 2E1 inducer @DRUG$ or five MAC isoflurane 10 after breathed 1.25 minimum alveolar anesthetic concentration ( groups ) of halothane , enflurane , isoflurane 8 of desflurane in oxygen , or h alone , each for , h. Immunochemical analysis of livers harvested 18 oxygen after anesthetic exposure showed tissue acylation ( greatest to least ) rats exposure to @DRUG$ , enflurane , or , .	After pretreatment with the P450 2E1 inducer @DRUG$ , five groups 10 rats breathed 1.25 minimum alveolar anesthetic concentration MAC ) of halothane , enflurane , isoflurane , or in oxygen , or oxygen alone , for 8 h. Immunochemical analysis of livers harvested 18 h after anesthetic exposure showed tissue acylation ( greatest to least ) after exposure to @DRUG$ , enflurane , or isoflurane .	After pretreatment with the P450 2E1 inducer @DRUG$, the livers of rats exposed to different anesthetics showed tissue acylation (greatest to least) after exposure to @DRUG$, enflurane, or isoflurane.	0
0	We demonstrate that the phloroglucinol derivative @DRUG$ is not only the major lipophilic chemical constituent of the medicinal plant Hypericum perforatum (St. John's wort) but also a potent uptake inhibitor of @DRUG$ (5-HT), dopamine (DA), noradrenaline (NA), GABA and L-Glutamate with IC50 values of about 0.05-0.10 microg/ml (5-HT, NA, DA, GABA) and about 0.5 microg/ml (L-glutamate) in synaptosomal preparations.	We exhibit that the phloroglucinol derivative @DRUG$ is not only the major lipophilic chemical constituent of the medicative flora Hypericum perforatum ( St. John 's wort ) but also a potent uptake inhibitor of @DRUG$ ( 5 - HT ) , intropin ( DA ) , norepinephrine ( NA ) , gaba and L-Glutamate with IC50 economic value of about 0.05 - 0.10 microg / milliliter ( 5 - HT , NA , DA , gaba ) and about 0.5 microg / milliliter ( L-glutamate ) in synaptosomal preparations .	, demonstrate - the phloroglucinol derivative @DRUG$ is not ) the the lipophilic chemical constituent of major medicinal plant Hypericum perforatum ( St. John 's wort ) but also a potent uptake inhibitor ( @DRUG$ ( 5 0.10 HT ) , dopamine , DA ) - noradrenaline of NA only , GABA and L-Glutamate with IC50 values of about 0.05 - that microg / ml ( 5 We HT , NA ( DA , GABA ) and about 0.5 microg / ml ( L-glutamate ) in synaptosomal preparations .	We demonstrate that the phloroglucinol derivative @DRUG$ not only major lipophilic chemical constituent of the medicinal plant Hypericum perforatum ( St. John 's wort ) but also a potent uptake inhibitor of @DRUG$ ( 5 - HT ) , dopamine ( DA ) ( ) , GABA and L-Glutamate with IC50 values of about 0.05 - 0.10 microg / ml ( 5 - HT , NA , DA , GABA ) and about 0.5 microg / ml ( L-glutamate ) in synaptosomal preparations .	@DRUG$ is a potent uptake inhibitor of @DRUG$ (5-HT, dopamine, noradrenaline, GABA and L-Glutamate) with IC50 values of about 0.05-0.10 microg/ml (5-HT, NA, DA, GABA)	0
0	In a Phase III trial comparing @DRUG$ and capecitabine with @DRUG$ alone in women with HER2-positive, locally advanced breast cancer or MBC that had progressed after treatment with an anthracycline, a taxane, and trastuzumab, the combination of lapatinib and capecitabine was associated with a numeric improvement in response rate compared with capecitabine alone (22% vs 14%, respectively; P = NS) and a significant increase in time to progression (6.2 vs 4.3 months; hazard ratio = 0.57; 95% CI, 0.43-0.77; P < 0.001).	atomic number  a Phase III trial comparing @DRUG$ and capecitabine with @DRUG$ alone in womanhood with HER2 - positive , locally advanced breast malignant neoplastic disease or MBC that had progressed after treatment with an anthracycline , a taxane , and trastuzumab , the compounding of lapatinib and capecitabine was associate with a numeric improvement in response place compared with capecitabine alone ( twenty two % vs 14 % , respectively ; P = n ) and a significant increase in time to patterned advance ( 6.2 vs 4.3 months ; hazard ratio = 0.57 ; ninety five % CI , 0.43-0.77 ; P < 0.001 ) .	progression a , III trial comparing @DRUG$ and 14 with @DRUG$ alone in women with HER2 - positive , locally advanced breast cancer or MBC In had progressed after treatment with an anthracycline , P taxane , and trastuzumab , the combination ) lapatinib and capecitabine was associated with a numeric improvement in response rate compared with capecitabine alone ( 22 % vs CI = Phase respectively ; < % NS ) and a = increase in time to that ( 6.2 vs 4.3 months ; hazard ratio significant 0.57 ; 95 % capecitabine , 0.43-0.77 ; a P 0.001 of .	In a Phase III comparing @DRUG$ and capecitabine with @DRUG$ alone in with HER2 - positive , locally advanced breast cancer or MBC that had after treatment with an anthracycline taxane , and trastuzumab , the combination of lapatinib and capecitabine was associated with a numeric improvement in response rate compared with alone ( 22 vs 14 % , respectively ; P = ) and a significant increase time to progression ( 6.2 vs 4.3 ; hazard ratio = 0.57 ; 95 % CI , 0.43-0.77 ; P < 0.001 ) .	In a Phase III trial comparing @DRUG$ and capecitabine with @DRUG$ alone in women with HER2 - positive , locally advanced breast cancer or MBC that had progressed after treatment with an anthracycline , a taxane , and trastuzumab , the combination	0
0	Significant decreases from baseline to day 14 were observed in mean 4-hour PPG after breakfast with alogliptin 25 @DRUG$ (-32.5 mg/dL; P=0.008), 100 mg (-37.2; P=0.002), and 400 mg (-65.6 mg/dL; @DRUG$<0.001) compared with placebo (+8.2 mg/dL).	Significant decreases from service line to sidereal day  were maintain in miserly 4 - hour PPG after breakfast with alogliptin 25 @DRUG$ ( -32.5 mg / decilitre ; P=0.008 ) , 100 mg ( - 37.2 ; P=0.002 ) , and 400 mg ( - 65.6 mg / decilitre ; @DRUG$ < 0.001 ) compared with placebo ( + 8.2 mg / decilitre ) .	Significant decreases from baseline to day 14 ) observed in mean ; - hour PPG after breakfast with alogliptin 25 @DRUG$ ( -32.5 mg / dL ; P=0.008 ) ( ( mg ( - 37.2 4 P=0.002 8.2 , and 400 mg , - mg mg / dL ; @DRUG$ < 0.001 ) compared with placebo 100 + were 65.6 / dL ) .	Significant decreases from baseline to day 14 were observed in mean 4 - hour PPG after breakfast with alogliptin 25 @DRUG$ -32.5 mg dL ; P=0.008 ) , mg ( - 37.2 ; P=0.002 ) , and 400 mg ( - 65.6 mg / dL @DRUG$ < 0.001 ) compared with placebo ( + 8.2 mg / dL ) .	Significant decreases from baseline to day 14 were observed in mean 4 - hour PPG after breakfast with alogliptin 25 @DRUG$ ( -32.5 mg / dL ; P=0.008 ) , 100 mg ( - 37.2 ; P=0.002 ) ,	1
1	@DRUG$ is a CNS stimulant that is thought to block the reuptake of @DRUG$ and noradrenaline (norepinephrine) into the presynaptic neuron.	@DRUG$ is a systema nervosum centrale stimulant that is thought to block the reuptake of @DRUG$ and norepinephrine ( norepinephrine ) into the presynaptic neuron .	@DRUG$ is noradrenaline CNS stimulant that is thought to block a reuptake of @DRUG$ and the ( norepinephrine ) into the presynaptic neuron .	@DRUG$ is a CNS stimulant that is thought to block the reuptake of @DRUG$ and noradrenaline ( norepinephrine ) into the presynaptic neuron .	@DRUG$ is a CNS stimulant that blocks the reuptake of @DRUG$ and norepinephrine into the presynaptic neuron.	0
0	The non-@DRUG$ @DRUG$(A) receptor modulators ('Z-drugs') - zaleplon, zolpidem, zopiclone and eszopiclone - have become the accepted treatments for insomnia where they are available.	The non-@DRUG$ @DRUG$ ( A ) sensory receptor modulators ( ' Z- drugs ' ) - zaleplon , zolpidem , zopiclone and eszopiclone - have become the accept treatments for insomnia where they are useable .	they non-@DRUG$ @DRUG$ ( A ) receptor modulators ( ' Z- drugs ' ) - and , - , zopiclone zaleplon eszopiclone zolpidem have become the accepted treatments for insomnia where The are available .	The non-@DRUG$ @DRUG$ ( A ) receptor modulators ( ' Z- drugs ' ) - zolpidem , zopiclone and eszopiclone - become the accepted treatments for insomnia where they are available .	The non-@DRUG$ @DRUG$ ( A ) receptor modulators ( ' Z- drugs ' ) - zaleplon , zolpidem , zopiclone and eszopiclone - are the accepted treatments for insomnia where they are available .	0
1	There was no consistent effect on reduction of @DRUG$ overload between all treatment comparisons, with the exception of urinary iron excretion in comparisons of @DRUG$ with desferrioxamine.	There was no consistent effect on reduction of @DRUG$ overload between all handling comparisons , with the exception of urinary iron out excretion in comparisons of @DRUG$ with desferrioxamine .	There was in consistent effect between reduction of @DRUG$ overload on all treatment comparisons , with the exception of urinary iron excretion no comparisons of @DRUG$ with desferrioxamine .	There was consistent effect on reduction of @DRUG$ overload between all comparisons , with the exception of excretion in comparisons of @DRUG$ with desferrioxamine .	There was no consistent effect on reduction of @DRUG$ overload between all treatment comparisons.	1
0	Pharmaceutical companies have developed targeted therapies such @DRUG$ trastuzumab and @DRUG$ for human epidermal growth factor receptor (HER)2/neu-positive tumors, while others have developed antiepidermal growth factor receptor (EGFR) therapies, such as tarceva and erbitux for EGFR-positive tumors.	Pharmaceutical company have developed targeted therapy such @DRUG$ trastuzumab and @DRUG$ for man epidermal growth factor receptor ( HER ) 2 / neu-positive tumors , while others have developed antiepidermal growth factor receptor ( EGFR ) therapy , such as tarceva and erbitux for EGFR - prescribed tumors .	Pharmaceutical companies have developed targeted therapies such @DRUG$ trastuzumab and @DRUG$ have ( epidermal growth factor receptor ( erbitux ) 2 / neu-positive tumors , while others for developed antiepidermal such factor receptor human EGFR ) therapies , growth as tarceva and HER for EGFR - positive tumors .	Pharmaceutical companies have developed targeted therapies such @DRUG$ trastuzumab and @DRUG$ for human epidermal growth factor ( HER ) 2 / neu-positive tumors , while have developed antiepidermal factor receptor ( EGFR ) therapies , such as tarceva and - positive tumors .	Pharmaceutical companies have developed targeted therapies such as trastuzumab ( @DRUG$ ) and for human epidermal growth factor receptor ( HER ) 2 / neu-positive tumors , while others have developed antiepidermal growth factor receptor ( EGFR ) therapies such as tar	1
0	The penetration and retention of five commonly used sunscreen agents (avobenzone, octinoxate, @DRUG$, @DRUG$ and padimate O) in human skin was evaluated after application in mineral oil to isolated human epidermal membranes.	The penetration and retentiveness of five commonly used sunscreen agents ( avobenzone , octinoxate , @DRUG$ , @DRUG$ and padimate O ) in human skin was pass judgment after lotion in mineral oil to isolated human epidermal membranes .	The penetration and retention used , epidermal of sunscreen agents ( avobenzone , octinoxate , @DRUG$ five @DRUG$ and padimate O ) in human skin was evaluated after application in mineral oil to isolated human commonly membranes .	The penetration and retention of commonly used sunscreen agents ( avobenzone , octinoxate , @DRUG$ , @DRUG$ ) in human skin was evaluated after application in oil isolated human epidermal membranes .	The penetration and retention of five commonly used sunscreen agents ( avobenzone , octinoxate , @DRUG$ , @DRUG$ and padimate O ) in human skin was evaluated after application in mineral oil to isolated human epidermal membranes ."DRUGA is a sunscreen agent	0
1	@DRUG$, diflunisal, diclofenac and indomethacin inhibited 4-MUG competitively with @DRUG$ values of 0.0275, 0.710, 53.3 and 69.9 microM, respectively, being similar to each IC50 value.	@DRUG$ , diflunisal , diclofenac and indocin inhibited quartet - MUG competitively with @DRUG$ values of 0.0275 , 0.710 , 53.3 and 69.9 microM , severally , being similar to each IC50 value .	@DRUG$ , diflunisal of diclofenac and MUG inhibited 4 - indomethacin competitively with @DRUG$ values being 0.0275 , 0.710 , 53.3 and 69.9 microM , respectively , , similar to each IC50 value .	@DRUG$ diflunisal , diclofenac and indomethacin inhibited 4 - MUG with @DRUG$ values of 0.0275 0.710 , 53.3 and 69.9 , respectively , being similar to each IC50 value .	@DRUG$ is a drug that inhibits the activity of @DRUG$, with an IC50 value of 0.0275 microM.	0
0	@DRUG$ (XL-184) is a potent inhibitor of MET, VEGFR 2/KDR, RET and other receptor tyrosine kinases, such @DRUG$ KIT, AXL and FLT3.	@DRUG$ ( XL - 184 ) is a potent inhibitor of converge , VEGFR 2 / KDR , RET and other sensory receptor tyrosine kinase , such @DRUG$ KIT , AXL and FLT3 .	@DRUG$ ( AXL KDR 184 ) is a potent inhibitor of MET , VEGFR 2 / - , RET and other receptor tyrosine kinases , such @DRUG$ KIT , XL and FLT3 .	@DRUG$ ( XL - 184 ) is a potent inhibitor MET , VEGFR 2 / KDR , RET and other receptor tyrosine kinases , such @DRUG$ KIT , AXL and FLT3 .	@DRUG$ is a powerful inhibitor of MET, VEGFR2/KDR, RET, and other receptor tyrosine kinases, such as @DRUG$ KIT, AXL, and FLT3.	0
0	However, high doses of cimetidine, quinine, @DRUG$, and @DRUG$-aminohippuric acid had no effect on the renal excretion of alendronate, suggesting that alendronate is not secreted by anionic or cationic transport systems.	However , high doses of cimetidine , quinine , @DRUG$ , and @DRUG$ - aminohippuric acid had no effect on the renal excretion of alendronate , paint a picture that alendronate is not secreted by anionic detergent or cationic send systems .	However renal high doses of cimetidine by quinine , @DRUG$ , and @DRUG$ - aminohippuric acid cationic no effect on the , excretion of alendronate , suggesting that alendronate is not secreted , anionic or had transport systems .	However , high doses cimetidine , , @DRUG$ , and @DRUG$ - aminohippuric acid had no effect the renal excretion of alendronate , suggesting that alendronate is not secreted by anionic or cationic transport systems .	However, high doses of cimetidine, quinine, @DRUG$, and @DRUG$ - aminohippuric acid had no effect on the renal excretion of alendronate, suggesting that alendronate is not secreted by anionic or cationic	0
0	The administration of vehicle, ortho-eugenol (50, 75 and 100mg/kg i.@DRUG$.), @DRUG$ (6mg/kg, i.p.) or dexamethasone (2mg/kg, s.c.) occurred 30min before the completion of pharmacological tests.	The administration of vehicle , ortho-eugenol ( fifty , 75 and 100mg / kg i.@DRUG$ . ) , @DRUG$ ( 6mg / kg , i.p. ) or dexamethasone intensol ( 2mg / kg , s.c. ) go on 30 fukien before the completion of pharmacological tests .	completion 75 of vehicle , ortho-eugenol ) 50 , administration and 100mg / kg i.@DRUG$ . the , @DRUG$ ( 6mg / kg , i.p. ) or dexamethasone ( 2mg / kg , s.c. ) occurred 30 min before ( The of pharmacological tests .	The administration of vehicle ortho-eugenol ( 50 , 75 and 100mg / kg i.@DRUG$ . , @DRUG$ ( 6mg / kg , i.p. ) or dexamethasone 2mg / kg , ) occurred min before the completion of tests .	The administration of vehicle, ortho-eugenol (50, 75 and 100mg/kg i.@DRUG$.), @DRUG$ (6mg/kg, i.p.) or dexamethasone (2mg/kg, s.c.) occurred 30 min before the	0
1	Quality and consistency rating were as follows: @DRUG$ (***/***), deracoxib (**/***), @DRUG$ (*/unable to rate), firocoxib (***/**), ketoprofen (**/***), meloxicam (***/***), and robenacoxib (**/**), respectively.	Quality and consistence military rating were as observe : @DRUG$ ( ***/*** ) , deracoxib ( **/*** ) , @DRUG$ ( * / ineffectual to rate ) , firocoxib ( ***/** ) , ketoprofen ( **/*** ) , meloxicam ( ***/*** ) , and robenacoxib ( **/** ) , severally .	Quality and consistency rating were as follows : @DRUG$ ( ***/*** ) ) deracoxib ( **/*** ) , @DRUG$ ( * / unable to rate ) , firocoxib ( ***/** , , ketoprofen meloxicam **/*** ) , ( ( ***/*** ) , and robenacoxib ( **/** ) , respectively .	Quality consistency rating were as follows : @DRUG$ ***/*** , deracoxib ( **/*** ) , @DRUG$ ( * unable to rate ) , firocoxib ( ***/** ) , ketoprofen ( **/*** ) , meloxicam ( ***/*** ) , and robenacoxib ( **/** ) , respectively .	@DRUG$ is of better quality and consistency than deracoxib, @DRUG$ is of lower quality and consistency than firocoxib, ketoprofen, meloxicam, and robenacoxib, respectively.	0
0	The difference between the two groups was not statistically significant, confirming the hypothesis of the study that @DRUG$ is as effective @DRUG$ diclofenac.	The remainder between the two groups was not statistically significant , verificatory the hypothesis of the study that @DRUG$ is as effective @DRUG$ diclofenac .	The difference between the two groups was not statistically that , the confirming hypothesis of the study significant @DRUG$ is as effective @DRUG$ diclofenac .	The between the two groups was not statistically significant , confirming the hypothesis of the that @DRUG$ is effective @DRUG$ diclofenac .	There is no significant difference between the two groups, meaning that @DRUG$ is just as effective as @DRUG$ diclofenac .	0
0	Low-dose CsA for 7 days and @DRUG$ for 30 days prolonged graft survival (45.0+/-4.7 days; @DRUG$<0.01 vs. all groups.)	Low - dose CsA for vii days and @DRUG$ for 30 days prolonged graft selection ( 45.0+/-4.7 days ; @DRUG$ < 0.01 vs. all groups . )	Low - dose CsA for 7 days and @DRUG$ . 30 days prolonged graft survival ( 45.0+/-4.7 days ; @DRUG$ < 0.01 vs. for groups all )	Low - dose CsA for 7 days and @DRUG$ days prolonged graft survival ( days ; @DRUG$ < 0.01 vs. groups .	Low - dose CsA for 7 days and @DRUG$ for 30 days prolonged graft survival ( 45.0+/-4.7 days ; @DRUG$ < 0.01 vs. all groups . )"DRUGA is more effective than DRUGB at prolonging graft	0
0	The aim of these studies was to compare the pharmacokinetics, pharmacodynamics, counterregulatory hormone and symptom responses, as well as cognitive function during hypoglycaemia induced by s.c. injection of 0.15 IU/kg of regular @DRUG$ (HI) and the monomeric insulin analogue [@DRUG$(B28),Pro (B29)] (MI) in insulin-dependent-diabetic (IDDM) subjects.	The train of these discipline was to equivalence the pharmacokinetics , pharmacodynamics , counterregulatory hormone and symptom reply , as good as cognitive function during hypoglycaemia induced by s.c. injection of 0.15 IU / kg of fixture @DRUG$ ( HI ) and the monomeric insulin analogue [ @DRUG$ ( B28 ) , Pro ( B29 ) ] ( MI ) in insulin-dependent - diabetic ( IDDM ) subjects .	The aim of these studies was to compare the pharmacokinetics , pharmacodynamics , counterregulatory hormone and , - symptom as well as cognitive function during hypoglycaemia induced by Pro injection of 0.15 IU / kg of regular @DRUG$ ( HI ) IDDM the monomeric insulin analogue [ @DRUG$ ( B28 ) , s.c. ( B29 ) ] ( MI ) in insulin-dependent diabetic responses ( ) and subjects .	The these studies compare the pharmacokinetics , pharmacodynamics , hormone and symptom responses as well as cognitive function during hypoglycaemia induced by s.c. injection of 0.15 IU / kg of regular @DRUG$ ( ) and the monomeric analogue [ @DRUG$ ( B28 ) ( B29 ) ] ( MI ) in insulin-dependent - diabetic ( IDDM ) subjects .	The aim of these studies was to compare the pharmacokinetics ( how the drug is absorbed, distributed, metabolized, and excreted ), pharmacodynamics ( the drug's effects on the body ), counterregulatory hormone and symptom responses ( how the body responds to the drug ), as well as cognitive	1
1	@DRUG$ inhibited binding of radioligands to clonal cell lines transfected with human NE, serotonin (5-HT) and dopamine (DA) transporters with dissociation constants (@DRUG$(i)) values of 5, 77 and 1451 nM, respectively, demonstrating selectivity for NE transporters.	@DRUG$ inhibited binding of radioligands to clonal cadre lines transfected with human NE ,  hydroxytryptamine ( little phoebe - HT ) and dopamine ( DA ) transporters with dissociation constants ( @DRUG$ ( i ) ) values of little phoebe , seventy seven and 1451 nM , respectively , exhibit selectivity for NE transporters .	@DRUG$ inhibited binding of radioligands to clonal - lines transfected with human NE , serotonin ( 5 respectively HT ) and constants ( , ) transporters with dissociation dopamine ( @DRUG$ ( i ) ) values of 5 for 77 and 1451 nM DA cell , demonstrating selectivity , NE transporters .	@DRUG$ inhibited binding of radioligands to clonal cell lines transfected with human NE , serotonin ( 5 - HT ) and dopamine ( DA ) transporters with dissociation constants @DRUG$ ( i ) ) values of , 77 and 1451 , respectively , demonstrating selectivity for NE transporters .	@DRUG$ inhibited binding of radioligands to clonal cell lines transfected with human NE , serotonin ( 5 - HT ) and dopamine ( DA ) transporters with dissociation constants ( @DRUG$ ( i ) ) values of 5 , 77 and 1451 nM , respectively	0
0	RESULTS: Renzapride reduced mean overall gastrointestinal transit time (placebo, 2.9 +/- 1.6 days; @DRUG$ 2 @DRUG$ o.d., 2.6 +/- 1.4 days; renzapride 2 mg b.d., 1.9 +/- 1.6 days) (P = 0.024) and accelerated segmental colonic transit, with statistically significant differences for renzapride 2 mg b.d. over placebo in caecum/ascending colon (P = 0.019) and descending colon (P = 0.022).	effect : Renzapride concentrate mean overall gi transit sentence ( placebo , 2.9 +/- 1.6 days ; @DRUG$ 2 @DRUG$ o.d. , 2.6 +/- 1.4 days ; renzapride 2 mg b.d. , 1.9 +/- 1.6 days ) ( phosphorus = 0.024 ) and accelerated segmental colonic transit , with statistically significant differences for renzapride 2 mg b.d. over placebo in blind gut / go up colon ( phosphorus = 0.019 ) and descending colon ( phosphorus = 0.022 ) .	days : Renzapride reduced mean b.d. gastrointestinal transit 0.022 ( placebo , 2.9 +/- 1.6 days ; @DRUG$ 2 @DRUG$ o.d. , 2.6 +/- 1.4 days ; renzapride 2 mg b.d. , 1.9 +/- 0.024 RESULTS ) colon P = 0.019 ) and accelerated segmental colonic transit , with statistically significant differences for renzapride 2 mg overall time placebo in caecum / ascending ( ( P = 1.6 ) and descending colon ( P = over ) .	RESULTS : Renzapride reduced mean overall gastrointestinal transit time ( placebo , 2.9 +/- 1.6 days ; @DRUG$ 2 @DRUG$ o.d. 2.6 +/- 1.4 ; renzapride 2 mg b.d. , 1.9 +/- 1.6 days ) ( P = ) and accelerated segmental colonic transit , with differences for renzapride 2 mg b.d. over placebo caecum / ascending colon ( P = 0.019 ) descending colon ( P 0.022 .	Renzapride reduced mean overall gastrointestinal transit time ( placebo , 2.9 +/- 1.6 days ; @DRUG$ 2 @DRUG$ o.d. , 2.6 +/- 1.4 days ; renzapride 2 mg b.d. , 1.9 +/- 1.	0
0	Depletion of intracellular @DRUG$ potentiated (P=0.035) and the addition of antioxidant N-acetylcysteine attenuated (@DRUG$=0.002) cell death, suggesting that the intracellular redox state influences motexafin lutetium action.	Depletion of intracellular @DRUG$ potentiated ( P=0.035 ) and the accession of antioxidant N-acetylcysteine attenuated ( @DRUG$=0.002 ) cell death , suggesting that the intracellular redox state influences motexafin lu natural action .	Depletion and intracellular potentiated @DRUG$ ( P=0.035 ) of the addition of antioxidant N-acetylcysteine attenuated ( @DRUG$=0.002 suggesting cell death , ) that the intracellular redox state influences motexafin lutetium action .	Depletion of intracellular @DRUG$ potentiated ( P=0.035 ) and the addition of antioxidant attenuated ( @DRUG$=0.002 ) cell death , suggesting that the intracellular redox state motexafin lutetium .	Depletion of intracellular @DRUG$ potentiated (made worse) and the addition of antioxidant N-acetylcysteine attenuated (made better) cell death , suggesting that the intracellular redox state influences motexafin lutetium action .	1
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, @DRUG$, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzocaine, @DRUG$-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and chloroxylenol.	During the same period of examine , there were meaning decreases in positivity pace to neomycin , aroma mix I , formaldehyde , thiuram mix , cinnamic aldehyde , @DRUG$ , epoxy rosin , diazolidinyl carbamide , amidoamine , ethylenediamine , ethyl aminobenzoate , @DRUG$ - tert- butylphenol formaldehyde rosin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde rosin , budesonide , disperse blue 106 , mercapto mix , and chloroxylenol .	During the , period of decreases blue there formaldehyde significant study in positivity rates to neomycin , fragrance mix I , , , thiuram mix , and aldehyde , @DRUG$ , epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine same @DRUG$ mercaptobenzothiazole tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine were glutaraldehyde , - , tosylamide formaldehyde resin , budesonide , disperse , 106 , mercapto mix , cinnamic chloroxylenol .	During the same period of study , there were significant decreases in positivity to neomycin , fragrance mix , formaldehyde , thiuram mix cinnamic aldehyde , @DRUG$ , epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine , @DRUG$ - tert- butylphenol formaldehyde resin hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , disperse blue 106 , mercapto mix , and chloroxylenol .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, @DRUG$, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzoc	1
0	@DRUG$ chloride (CAS 522-51-0) and povidone @DRUG$ (CAS 25655-41-8) are known as antiseptic agents and used in the local treatment of vaginal infections.	@DRUG$ chloride ( CAS 522-51 - 0 ) and povidone @DRUG$ ( CAS 25655 - 41 - 8 ) are love as antiseptic agents and used in the local anesthetic treatment of vaginal transmission .	@DRUG$ chloride CAS antiseptic 522-51 - 0 ) and povidone @DRUG$ ( in 25655 - 41 - 8 ) are known as ( agents and used CAS the local treatment of vaginal infections .	@DRUG$ chloride ( CAS 522-51 - 0 ) povidone @DRUG$ ( CAS - 41 - 8 ) are as antiseptic agents and used in the local treatment of vaginal infections .	@DRUG$ is an antiseptic agent that is used in the local treatment of vaginal infections, while @DRUG$ is a povidone that is also used as an antiseptic agent.	0
0	Pretreatment of cells with PJ34, a PARP1 inhibitor prevented the cells from undergoing cell death and preserved intracellular @DRUG$ and @DRUG$ levels.	Pretreatment of cells with PJ34 , a PARP1 inhibitor prevented the cells from undergo cell end and preserved intracellular @DRUG$ and @DRUG$ levels .	Pretreatment of cells with preserved , a from inhibitor prevented the cells PARP1 undergoing cell death and PJ34 intracellular @DRUG$ and @DRUG$ levels .	of with PJ34 , a PARP1 inhibitor prevented the cells from undergoing and preserved intracellular @DRUG$ and @DRUG$ levels .	Pretreatment of cells with PJ34 , a PARP1 inhibitor prevented the cells from undergoing cell death and preserved intracellular @DRUG$ and @DRUG$ levels ."Pretreatment of cells with PJ34 prevented the cells from dying and preserved the levels of DRUGA and DR	0
0	The utilization of L-tyrosine or L-dopa as the substrate suggests a mechanism involving competition with arbutin for the @DRUG$-@DRUG$ binding site at the active site of tyrosinase.	The usage of L-tyrosine or L-dopa as the substrate suggests a mechanism involving challenger with arbutin for the @DRUG$ - @DRUG$ binding web site at the active web site of tyrosinase .	The utilization of L-tyrosine the L-dopa substrate the as suggests a mechanism involving at with arbutin for the @DRUG$ - @DRUG$ binding site competition or active site of tyrosinase .	The utilization or L-dopa as substrate a mechanism with arbutin the @DRUG$ - @DRUG$ binding site at the active site of tyrosinase .	L-tyrosine or L-dopa compete with arbutin for the binding site at the active site of tyrosinase.	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, @DRUG$, @DRUG$, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This issue focusing on the succeed natural selection of do drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , fecal matter - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA- TRICOM , @DRUG$ , @DRUG$ , clofarabine , nil ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( actuate ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , irofulven , single - 1018 ; Lasofoxifene tartrate , larodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce b , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort educe , sunitinib malate ; Tadalafil , tanaproget , taxus , tiotropium cliche , treprostinil atomic number  ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	, issue pramlintide on the following , ( drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine , ; , , tartrate - 214662 , bortezomib , bosentan This Calcipotriol / selection dipropionate , CEA- TRICOM , @DRUG$ , @DRUG$ , , ISS peginterferon ; Dalbavancin , Ximelagatran alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone ) ethinylestradiol , drotrecogin alfa ( activated ) beta-Methyl-6-chloromelatonin duloxetine ; hydrochloride dutasteride ; Ecogramostim , efalizumab clofarabine ertapenem sodium , escitalopram oxalate , hydrochloride ; Fenretinide , Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate / indiplon , iodine of i131 , tositumomab , irofulven , , - 1018 ; Lasofoxifene BMS ; levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , Cypher alfa - 2 b , phVEGF - A165 , pimecrolimus , focuses acetate ; Taxus , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil hydrochloride tanaproget betamethasone Rasburicase , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil eszopiclone hydrate ; darbepoetin ; Zileuton .	This issue focuses on the following selection drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib bosentan ; Calcipotriol / betamethasone dipropionate , CEA- TRICOM , @DRUG$ , @DRUG$ , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem , escitalopram oxalate eszopiclone ; ; Gefitinib , gestodene , ghrelin ( human ; hMaxi -K , human papillomavirus vaccine Imatinib mesylate , indiplon iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; tartrate , levodopa / carbidopa / entacapone , liposomal ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon - 2a , peginterferon alfa - b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. Wort extract , sunitinib malate ; Tadalafil , tanaproget , , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	@DRUG$ shows a short half-life of about 0.55 h and a small volume of distribution of 0.133 @DRUG$/kg.	@DRUG$ shows a short half - life of about 0.55 h and a humble volume of distribution of 0.133 @DRUG$ / kilogram .	@DRUG$ shows a a half - life of about 0.55 h and short of volume small distribution of 0.133 @DRUG$ / kg .	@DRUG$ shows a short - life of about 0.55 h and small volume of distribution 0.133 @DRUG$ / kg .	@DRUG$ is quickly eliminated from the body, and has a limited distribution in the body.	1
0	METHODS: All infants from both trials who were randomly assigned to administration of @DRUG$ (175 mg/kg), colfosceril palmitate (67.5 @DRUG$/kg), beractant (100 mg/kg), or poractant alfa (175 mg/kg) were prospectively followed through 1 year corrected age, at which point masked assessment of outcomes was performed for surviving infants.	METHODS : All infants from both trials who were arbitrarily assigned to administration of @DRUG$ ( one hundred seventy five mg / kg ) , colfosceril palmitate ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or poractant alfa ( one hundred seventy five mg / kg ) were prospectively followed through one yr objurgate mature , at which point masked assessment of consequence was performed for surviving infants .	age : All infants from both trials who were randomly assigned to administration of @DRUG$ ( 175 mg / colfosceril , ( kg palmitate ( 67.5 @DRUG$ / kg ) mg beractant ( 100 ) / kg ) , , poractant alfa or 175 mg / kg ) were prospectively followed through 1 year corrected which , at METHODS point masked assessment of outcomes was performed for surviving infants .	METHODS : All infants from both trials who were randomly assigned to administration of @DRUG$ ( 175 mg / kg ) , colfosceril palmitate ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or poractant alfa ( mg / kg ) were prospectively followed through 1 corrected age , at point masked assessment of outcomes was performed for surviving infants	All infants from both trials who were randomly assigned to administration of @DRUG$ ( 175 mg / kg ) , colfosceril palmitate ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or poractant alfa ( 175 mg	0
0	Hematologic adverse effects-grade 3/4 neutropenia (40.2% vs 5.3%; P < 0.001), febrile neutropenia (12.7% vs 1.9%; P < 0.001), and neutropenic infections (3.3% vs 0%; P = 0.004)-were significantly greater in the docetaxel-treated patients than in the pemetrexed-treated patients, @DRUG$ was alopecia (37.7% vs 6.4%; @DRUG$ < 0.001).	Hematologic contrary consequence - score 3/4 neutropenia ( 40.2 % atomic number  5.3 % ; phosphorus < 0.001 ) , febrile neutropenia ( 12.7 % atomic number  1.9 % ; phosphorus < 0.001 ) , and neutropenic contagion ( 3.3 % atomic number  0 % ; phosphorus = 0.004 ) - were significantly greater in the docetaxel - regale affected role than in the pemetrexed - regale affected role , @DRUG$ was alopecia ( 37.7 % atomic number  6.4 % ; @DRUG$ < 0.001 ) .	Hematologic adverse effects - grade greater neutropenia ( 40.2 % vs 5.3 % ; P 1.9 0.001 the , ) neutropenia ( 12.7 < vs < % ; P < 0.001 and , ) neutropenic infections ( 3.3 % vs vs % ; P = 0.004 docetaxel - were significantly 3/4 in the febrile - treated patients than in ) pemetrexed - treated patients , @DRUG$ was alopecia ( 37.7 % 0 6.4 % ; @DRUG$ % 0.001 ) .	Hematologic adverse effects - grade 3/4 neutropenia ( 40.2 % vs 5.3 % ; P 0.001 , febrile neutropenia ( 12.7 % vs 1.9 % P < 0.001 ) , and neutropenic infections ( 3.3 vs 0 % ; P = 0.004 ) - were significantly greater in the docetaxel - treated patients than in the pemetrexed - treated patients , @DRUG$ alopecia ( 37.7 % 6.4 % ; @DRUG$ < 0.001 ) .	Hematologic adverse effects - grade 3/4 neutropenia ( 40.2 % vs 5.3 % ; P < 0.001 ) , febrile neutropenia ( 12.7 % vs 1.9 % ; P < 0.001 ) , and	1
1	@DRUG$ and the azaperone-@DRUG$ combination appear to be a suitable alternative to sedatives and anesthetics currently used in rats and mice.	@DRUG$ and the azaperone - @DRUG$ combination appear to be a suitable alternative to sedative drug and anesthetics presently used in rats and mice .	@DRUG$ sedatives the azaperone - @DRUG$ combination appear to be a suitable mice to and and anesthetics currently used in rats and alternative .	@DRUG$ and the azaperone - @DRUG$ combination appear to be a suitable alternative to sedatives and currently in rats and mice .	The combination of @DRUG$ and @DRUG$ appears to be a suitable alternative to sedatives and anesthetics currently used in rats and mice.	0
0	Ocaperidone completely blocked the @DRUG$ agonist behavior at slightly higher doses (0.064 @DRUG$/kg) and was, thereby, more potent and efficacious than haloperidol (0.097-0.13 mg/kg) and risperidone (0.59-1.17 mg/kg).	Ocaperidone completely blocked the @DRUG$ protagonist behavior at slimly high doses ( 0.064 @DRUG$ / kg ) and was , thereby , more powerful and efficacious than haloperidol ( 0.097-0.13 mg / kg ) and risperidone ( 0.59 - 1.17 mg / kg ) .	Ocaperidone completely blocked the @DRUG$ agonist behavior at slightly higher doses ( 0.064 @DRUG$ / kg ) and was , kg , more 0.59 and efficacious than haloperidol ( 0.097-0.13 mg / thereby ) and risperidone ( mg - 1.17 potent / kg ) .	Ocaperidone completely blocked the @DRUG$ agonist behavior slightly higher doses ( 0.064 @DRUG$ / kg ) and was , thereby , potent and efficacious than haloperidol 0.097-0.13 mg / kg ) and risperidone ( 0.59 - 1.17 mg / kg ) .	Ocaperidone completely blocked the @DRUG$ agonist behavior at slightly higher doses ( 0.064 @DRUG$ / kg ) and was more potent and efficacious than haloperidol ( 0.097-0.13 mg / kg ) and risperidone (	0
0	N-acetyl-@DRUG$-@DRUG$ as a tyrosine source in adult parenteral nutrition.	N-acetyl-@DRUG$-@DRUG$ as a tyrosine source in pornographic parenteral nutrition .	N-acetyl-@DRUG$-@DRUG$ as a nutrition source in adult parenteral tyrosine .	N-acetyl-@DRUG$-@DRUG$ as a tyrosine source in adult parenteral nutrition .	@DRUG$ is a source of tyrosine for adult parenteral nutrition.	1
0	In Escherichia coli, inactivation of the gene (dtd) encoding this deacylase increases the toxicity of several D-amino acids including D-tyrosine, D-@DRUG$, and @DRUG$.	In Escherichia coli , inactivation of the gene ( dtd ) encryption this deacylase increase the toxicity of respective D-amino acids including D-tyrosine , D- @DRUG$ , and @DRUG$ .	In Escherichia dtd , inactivation and the gene ( coli ) encoding this , increases the toxicity of several D-amino acids including D-tyrosine , D- @DRUG$ deacylase of @DRUG$ .	In Escherichia coli , of the gene ( dtd ) encoding this deacylase increases the toxicity of several D-amino acids including D-tyrosine , @DRUG$ , and @DRUG$ .	In Escherichia coli , inactivation of the gene ( dtd ) encoding this deacylase increases the toxicity of several D-amino acids including D-tyrosine , D- @DRUG$ , and @DRUG$ .	0
1	There is insufficient evidence to determine the relative efficacy or safety of cyclobenzaprine, carisoprodol, @DRUG$, tizanidine, @DRUG$, methocarbamol, and chlorzoxazone.	in that respect is insufficient testify to determine the relative efficacy or safety of cyclobenzaprine , carisoprodol , @DRUG$ , tizanidine , @DRUG$ , methocarbamol , and chlorzoxazone .	There is insufficient , to determine the relative efficacy or of safety cyclobenzaprine , carisoprodol , @DRUG$ , tizanidine evidence @DRUG$ , methocarbamol , and chlorzoxazone .	There is insufficient evidence to determine the relative efficacy or safety of cyclobenzaprine , carisoprodol , @DRUG$ , , @DRUG$ , methocarbamol , and chlorzoxazone .	There is not enough evidence to say whether or not cyclobenzaprine, carisoprodol, @DRUG$, tizanidine, @DRUG$, methocarbamol, and chlorzoxazone are effective or safe.	0
1	No clinically significant effects of cimetidine, @DRUG$, @DRUG$ or imipramine on the pharmacokinetics of quetiapine were noted.	nobelium clinically significant effects of cimetidine , @DRUG$ , @DRUG$ or tofranil on the pharmacokinetics of quetiapine were noted .	No quetiapine significant effects of cimetidine , @DRUG$ , @DRUG$ or imipramine on were pharmacokinetics of clinically the noted .	No clinically effects of cimetidine , @DRUG$ @DRUG$ or imipramine on the pharmacokinetics of quetiapine were noted .	No clinically significant effects of cimetidine on the pharmacokinetics of quetiapine were noted.	1
0	Therefore, @DRUG$ is recommended @DRUG$ a second line treatment option, when SSRIs are not effective or well tolerated.	consequently , @DRUG$ is recommended @DRUG$ a second line treatment option , when selective serotonin reuptake inhibitor are not effective or well tolerated .	, are @DRUG$ is recommended @DRUG$ a second line treatment option , when SSRIs Therefore not effective or well tolerated .	Therefore , @DRUG$ is recommended @DRUG$ a second line treatment option , when SSRIs not or well tolerated .	If you are not getting the results you want from SSRI medications, @DRUG$ may be a good option for you. However, it is important to note that DRUGA may not work as well as SSRIs for everyone, and it may have some side effects.	1
0	Supplementing the @DRUG$ protein and @DRUG$-based diet with levels of 1.1, 5.5, 16.5, and 55 ppm of efrotomycin reduced the numbers of C. perfringens organisms in ileal contents of chicks (all P less than .01).	Supplementing the @DRUG$ protein and @DRUG$ - based diet with levels of 1.1 , 5.5 , 16.5 , and 55 ppm of efrotomycin abridge the phone number of C. perfringens organisms in ileal contents of skirt ( all p less than .01 ) .	of the @DRUG$ protein and @DRUG$ - based diet with levels of 1.1 , , 5.5 16.5 , and 55 ppm Supplementing efrotomycin reduced in organisms of C. perfringens numbers the ileal contents of chicks ( all P less than .01 ) .	the @DRUG$ protein and @DRUG$ - based diet with levels of 1.1 , 5.5 , , and 55 ppm efrotomycin reduced the numbers of C. perfringens in ileal contents of chicks ( all P less than .01 ) .	Supplementing the @DRUG$ protein and @DRUG$ - based diet with levels of 1.1 , 5.5 , 16.5 , and 55 ppm of efrotomycin reduced the numbers of C. perfringens organisms in ileal contents of chicks ( all P less than	0
0	However, at these higher 600- and 900-@DRUG$ doses, gemcabene significantly reduced serum low-density lipoprotein (LDL) @DRUG$ levels by 15% to 25%, respectively, in both TG strata, with proportionate decreases in the levels of apolipoprotein B. Gemcabene was well tolerated with a frequency of adverse events similar to that of placebo.	however , at these higher 600 - and 900 - @DRUG$ doses , gemcabene importantly reduced serum low density lipoprotein ( LDL ) @DRUG$ levels by fifteen % to 25 % , respectively , in both TG strata , with proportionate decreases in the levels of apolipoprotein B. Gemcabene was good tolerated with a absolute frequency of adverse events similar to that of placebo .	However , higher these at events to and 900 - @DRUG$ doses , gemcabene significantly reduced respectively % lipoprotein ( LDL ) @DRUG$ levels by 15 low-density to 25 % , serum , in both TG strata similar with proportionate decreases in the levels of apolipoprotein B. Gemcabene was well tolerated with a frequency of adverse 600 , - that of placebo .	, at these higher 600 - and 900 - @DRUG$ doses , gemcabene significantly reduced serum low-density lipoprotein ( LDL ) @DRUG$ levels by 15 % to 25 % , respectively , in both TG strata , with proportionate decreases in the levels of apolipoprotein B. was well tolerated with a frequency of adverse events similar to that of placebo .	At higher doses, @DRUG$ significantly reduces serum LDL levels by 15-25%, respectively, in both TG strata, with proportionate decreases in the levels of apolipoprotein B. DRUGA is well tolerated with a frequency of adverse events similar to that of placebo.	1
0	Neither @DRUG$, @DRUG$,R,R-HTBZ, nor NBI-136110 had significant off-target interactions at serotonin (5-HT1A, 5-HT2A, 5-HT2B) or dopamine (D1 or D2) receptor sites.	Neither @DRUG$ , @DRUG$ , roentgen , R-HTBZ , nor NBI - 136110 had significant off-target interactions at  hydroxytryptamine ( v - HT1A , v - HT2A , v - HT2B ) or intropin ( D1 or D2 ) receptor sites .	Neither @DRUG$ , @DRUG$ , R ) R-HTBZ , or NBI - 136110 had significant off-target interactions ) serotonin ( 5 HT1A - , 5 - HT2A , 5 - HT2B , nor dopamine ( D1 or D2 at receptor sites .	Neither @DRUG$ , @DRUG$ , R , R-HTBZ , nor NBI 136110 had significant off-target serotonin ( 5 - HT1A , 5 - HT2A , 5 - HT2B or dopamine ( D1 or D2 ) sites	Neither @DRUG$ nor @DRUG$ had any significant off-target interactions with serotonin or dopamine receptors.	0
0	Neither @DRUG$-Glu1 nor MTXPGs promoted the formation of a charcoal-stable ternary complex with thymidylate synthase and 5-fluoro-@DRUG$.	Neither @DRUG$ - Glu1 nor MTXPGs promoted the formation of a charcoal-stable treble complex with thymidylate synthase and phoebe - fluoro - @DRUG$ .	Neither @DRUG$ - Glu1 nor thymidylate promoted the formation of a charcoal-stable ternary complex with - synthase and 5 - fluoro MTXPGs @DRUG$ .	Neither @DRUG$ - Glu1 nor MTXPGs promoted formation a charcoal-stable ternary complex with thymidylate synthase and - fluoro - @DRUG$ .	Neither @DRUG$ nor MTXPGs promoted the formation of a charcoal-stable ternary complex with thymidylate synthase and 5 - fluoro - @DRUG$ .	0
0	Data from preliminary clinical trials suggest that lornoxicam is as effective @DRUG$ the opioid analgesics morphine, pethidine (meperidine) and @DRUG$ in relieving postoperative pain following gynaecological or orthopaedic surgery, and as effective as other NSAIDs after oral surgery.	data from preliminary clinical trials intimate that lornoxicam is as effective @DRUG$ the opioid analgesics morphine , pethidine ( meperidine ) and @DRUG$ in relieving postoperative pain watch over gynaecological or orthopaedic operation , and as effective as other NSAIDs after oral operation .	Data from preliminary clinical trials suggest that lornoxicam is as effective @DRUG$ the opioid analgesics morphine , pethidine after meperidine ) and @DRUG$ in and postoperative pain other gynaecological or orthopaedic surgery , relieving effective as as following NSAIDs ( oral surgery .	Data from trials that is as effective @DRUG$ the opioid analgesics morphine , pethidine ( meperidine and @DRUG$ in relieving postoperative pain following gynaecological or orthopaedic surgery , and as effective as other NSAIDs after oral surgery .	Data from preliminary clinical trials suggest that lornoxicam is as effective as morphine, pethidine, and other NSAIDs after oral surgery in relieving postoperative pain following gynaecological or orthopaedic surgery.	1
0	Endocrine, estrous and pregnancy response to varying dosages of @DRUG$ in @DRUG$ cows.	endocrine , estrous and pregnancy response to varying dosages of @DRUG$ in @DRUG$ cows .	Endocrine , estrous and to response pregnancy varying dosages of @DRUG$ in @DRUG$ cows .	Endocrine , estrous and pregnancy response to varying dosages of @DRUG$ in @DRUG$ cows .	The endocrine, estrous, and pregnancy response of cows to different dosages of @DRUG$ is different depending on whether or not the cows are also taking @DRUG$.	0
1	CONCLUSION: A treatment regimen of @DRUG$ by subcutaneous injection followed by oral tablets had good tolerability and non-inferior efficacy compared to @DRUG$ for the management of peri-operative pain and inflammation associated with soft tissue surgery in dogs.	CONCLUSION : A treatment regimen of @DRUG$ by subcutaneous injection followed by oral pad had in effect tolerability and non-inferior efficacy compared to @DRUG$ for the direction of peri-operative pain and inflammation associated with soft tissue surgery in dogs .	CONCLUSION inflammation and treatment regimen of @DRUG$ to subcutaneous injection followed by oral tablets had good tolerability and non-inferior efficacy compared by @DRUG$ for the management of peri-operative pain A : associated with soft tissue surgery in dogs .	CONCLUSION : A treatment regimen of @DRUG$ by subcutaneous by oral tablets had good tolerability non-inferior efficacy compared to @DRUG$ for the of peri-operative pain and inflammation associated with soft tissue surgery dogs .	A treatment regimen of @DRUG$ by subcutaneous injection followed by oral tablets had good tolerability and non-inferior efficacy compared to @DRUG$ for the management of peri-operative pain and inflammation associated with soft tissue surgery in dogs.	0
0	After 60 h DHC 60 mg was administered twice daily for 3 days, the dose was increased to 90 @DRUG$ twice daily for 3 days, the final dose of 120 mg was administered twice daily for 3 days (multiple dose: m.@DRUG$.).	After 60 h DHC 60 mg was administered twice day by day for threesome twenty four hours , the dose was increased to 90 @DRUG$ twice day by day for threesome twenty four hours , the final dose of long hundred mg was administered twice day by day for threesome twenty four hours ( multiple dose : m.@DRUG$ . ) .	After 60 h DHC ( mg was increased twice was for 3 days , the dose daily administered to 90 @DRUG$ twice daily for 3 days of the final dose , 120 mg was administered twice daily for 3 days 60 multiple dose : m.@DRUG$ . ) .	After 60 h DHC 60 mg was administered twice daily for 3 days , the dose was to 90 @DRUG$ twice daily for days , the dose of 120 mg was administered twice daily for 3 days ( multiple : m.@DRUG$ . )	After 60 h DHC 60 mg was administered twice daily for 3 days , the dose was increased to 90 @DRUG$ twice daily for 3 days , the final dose of 120 mg was administered twice daily for 3 days ( multiple dose : m.@DRUG$ . ) ."In other words	0
0	RESULTS: (18)F-AV-45 displayed a high binding affinity and specificity to Abeta plaques (@DRUG$(@DRUG$), 3.72 +/- 0.30 nM).	RESULTS : ( 18 ) F - AV - xlv expose a high binding phylogenetic relation and specificity to Abeta plaques ( @DRUG$ ( @DRUG$ ) , 3.72 +/- 0.30 nM ) .	( : ( 18 ) F - ) - 45 displayed a high binding affinity and specificity to Abeta plaques RESULTS @DRUG$ ( @DRUG$ AV , 3.72 0.30 +/- nM ) .	: ( 18 ) F - AV - 45 displayed a high binding affinity and specificity to Abeta plaques ( @DRUG$ ( @DRUG$ ) , 3.72 +/- 0.30 nM )	@DRUG$ binds specifically and with high affinity to Abeta plaques (@DRUG$).	0
0	Efficacy of @DRUG$ @DRUG$ a systemic flea adulticide in dogs and cats.	Efficacy of @DRUG$ @DRUG$ a systemic flea adulticide in track and cats .	Efficacy of @DRUG$ @DRUG$ a cats flea adulticide in dogs and systemic .	Efficacy of @DRUG$ @DRUG$ a systemic adulticide in and	The efficacy of @DRUG$, a systemic flea adulticide in dogs and cats, is dependent on the use of @DRUG$.	0
0	An interaction with benzodiazepine or neurosteroid binding sites also was excluded because @DRUG$-mediated increase of decay time was still observed when these sites were initially saturated (by clobazam, zolpidem, or pregnanolone) or blocked (by @DRUG$ or dehydroepiandrosterone sulfate), respectively.	An interaction with benzodiazepine or neurosteroid binding sites also was excluded because @DRUG$ - mediated increase of crumble sentence was still observed when these sites were ab initio saturated ( by clobazam , zolpidem , or pregnanolone ) or blocked ( by @DRUG$ or dehydroepiandrosterone sulphate ) , respectively .	An interaction with benzodiazepine decay neurosteroid binding sites also was excluded because @DRUG$ - mediated increase of still time ( or observed when these sites were initially saturated ( by dehydroepiandrosterone , zolpidem , or pregnanolone ) or blocked was by @DRUG$ or clobazam sulfate ) , respectively .	An interaction with benzodiazepine or neurosteroid sites also was excluded because @DRUG$ - mediated increase of decay time was still observed when these sites initially saturated ( by clobazam , zolpidem , pregnanolone ) or blocked ( @DRUG$ or dehydroepiandrosterone sulfate ) , .	@DRUG$ increases the decay time of @DRUG$, even when these sites are initially saturated or blocked.	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and @DRUG$ of @DRUG$ oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A refresh of commercially usable oral and injectable solution formulations reveals that the solubilizing excipients let in water - soluble organic solvents ( polythene glycol ccc , polythene glycol cd , ethyl alcohol , propene glycol , glycerol , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polythene glycol 1000 succinate , polysorbate 20 , polysorbate fourscore , Solutol enthalpy fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of PEG ccc , cd , or 1750 ) , water - indissoluble lipid ( castor oil , corn oil , cottonseed oil , olive oil , insignificant oil , peppermint candy oil , safflower oil , benni oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and @DRUG$ of @DRUG$ oil and palm seed oil ) , organic liquidness / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , several cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soybean plant phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A , of commercially available oral and injectable solution Gellucire reveals that the oil excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , , , N-methyl - 2 - corn , dimethylacetamide hydrogenated and dimethylsulfoxide ) , non-ionic surfactants solubilizing Cremophor EL , and RH 40 , Cremophor RH 60 review d-alpha-tocopherol polyethylene glycol beta-cyclodextrin succinate , polysorbate 20 , polysorbate 80 acid Solutol HS 15 , sorbitan Labrafil , poloxamer 407 , , M-1944CS , monooleate M-2125CS , Labrasol , of , , Softigen 767 , and mono- Cremophor di-fatty acid esters of PEG 300 , 400 , or L-alpha-dimyristoylphosphatidylglycerol ) Labrafil water - insoluble lipids ( castor oil , pyrrolidone oil , and oil , olive oil , peanut oil , peppermint oil , safflower ( , L-alpha-dimyristoylphosphatidylcholine oil , soybean oil , hydrogenated vegetable oils and hydrogenated soybean oil , and @DRUG$ formulations @DRUG$ oil beeswax palm seed oil ) , glycerin liquids / semi-solids ( and , d-alpha-tocopherol , oleic , , medium- chain mono- organic diglycerides ) 44/14 various cyclodextrins ( alpha-cyclodextrin , 1000 , hydroxypropyl- beta-cyclodextrin , cottonseed sulfobutylether - beta-cyclodextrin ) , and phospholipids ( , soy phosphatidylcholine , distearoylphosphatidylglycerol , sesame , 1750 ) .	A of available oral and injectable solution reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 propylene glycol , glycerin N-methyl - - pyrrolidone , , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL Cremophor RH , Cremophor RH 60 , glycol 1000 succinate , polysorbate 20 , polysorbate , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , 44/14 , , and mono- di-fatty acid esters of PEG 300 400 , 1750 ) , water - insoluble lipids ( castor oil corn oil , cottonseed oil , olive oil , oil peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated oil , and @DRUG$ of @DRUG$ oil and palm seed oil ) , organic liquids / semi-solids ( beeswax d-alpha-tocopherol , oleic acid medium- chain and diglycerides ) , various ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - ) , and phospholipids ( hydrogenated soy phosphatidylcholine distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Following zinc and @DRUG$, @DRUG$ is the third most abundant trace element in the body.	Following zinc and @DRUG$ , @DRUG$ is the third gear most abundant trace element in the body .	in zinc and @DRUG$ , @DRUG$ is the third most abundant trace element Following the body .	Following zinc and @DRUG$ , @DRUG$ is the most trace element in the .	Zinc is the third most abundant trace element in the body, following @DRUG$ and @DRUG$.	0
0	The ratio (fractional clearance) between @DRUG$ renal clearance to @DRUG$ clearance was less than one indicating that the glomerular filtration is the main pathway of elimination through kidneys.	The ratio ( fractional clearance ) between @DRUG$ renal clearance to @DRUG$ clearance was less than ace indicating that the glomerular filtration is the briny pathway of riddance through kidneys .	The ratio ( fractional pathway ) between @DRUG$ than clearance to @DRUG$ clearance was main renal one indicating that the glomerular filtration is the less clearance of elimination through kidneys .	The ratio ( fractional clearance ) between @DRUG$ renal clearance to @DRUG$ clearance was less than one that the glomerular filtration is the pathway of elimination through kidneys	The fractional clearance between @DRUG$ renal clearance to @DRUG$ clearance was less than one indicating that the glomerular filtration is the main pathway of elimination through kidneys .	0
0	@DRUG$: its current status @DRUG$ an anti-obesity drug.	@DRUG$ : its current position @DRUG$ an anti-obesity drug .	@DRUG$ : its an status @DRUG$ current anti-obesity drug .	@DRUG$ : its current status @DRUG$ an drug	@DRUG$ is an anti-obesity drug, and @DRUG$ is an anti-obesity drug.	0
0	Because atomic spacings between the amide moieties in beta-alethine are the same @DRUG$ in the differentiating agent hexamethylene-bis-acetamide and because the radioprotectors WR 2721 and WR 1065 lack only the carbonyl @DRUG$ of the thiol form (beta-aletheine), biological activities already reported for these compounds are compared with those presented herein for beta-alethine.	Because atomic spacings between the amide moiety in beta-alethine are the same @DRUG$ in the differentiating agent hexamethylene - bis-acetamide and because the radioprotectors WR 2721 and WR 1065 lack only the carbonyl @DRUG$ of the thiol flesh ( beta-aletheine ) , biologic bodily function already reported for these compounds are compared with those gift herein for beta-alethine .	Because atomic spacings those the amide compared in beta-alethine are the same @DRUG$ in the differentiating agent hexamethylene - bis-acetamide reported because the of WR 2721 between WR 1065 lack only the carbonyl @DRUG$ radioprotectors the thiol form ( beta-aletheine ) , biological activities already and for these compounds are moieties with and presented herein for beta-alethine .	Because atomic spacings between the amide in are the same @DRUG$ in the differentiating agent hexamethylene - bis-acetamide and because the radioprotectors WR 2721 and WR 1065 lack only the @DRUG$ of the thiol ( ) , biological activities already reported for these compounds compared with those presented herein for beta-alethine	Beta-alethine is structurally similar to the radioprotectors WR 2721 and WR 1065, and has similar biological activities.	1
0	The influence of ABCB1 polymorphism on the disposition of R,S-CIT in plasma and cerebrospinal fluid (CSF) was examined under steady-state conditions in 15 patients with major depression treated with 40 mg/d @DRUG$,S-@DRUG$ for 4 weeks.	The influence of ABCB1 polymorphism on the disposal of R ,S-CIT in plasma and cerebrospinal fluid ( CSF ) was examined under steady -state conditions in xv patients with major depression treated with xl mg / d @DRUG$ , S-@DRUG$ for quaternary weeks .	The influence of ABCB1 polymorphism in the disposition of cerebrospinal ,S-CIT conditions plasma and R fluid ( CSF ) was @DRUG$ under steady -state on in 15 patients with major depression treated with 40 mg / d examined , S-@DRUG$ for 4 weeks .	The influence polymorphism on the disposition of R ,S-CIT in plasma and cerebrospinal fluid CSF ) was examined under steady -state conditions in 15 patients with major with / d , S-@DRUG$ for 4 weeks .	The influence of ABCB1 polymorphism on the disposition of R ,S-CIT in plasma and cerebrospinal fluid ( CSF ) was examined under steady -state conditions in 15 patients with major depression treated with 40 mg / d @DRUG$ , S-@DRUG$ for 4	0
0	Reactive @DRUG$ species and mitochondrial adenosine triphosphate-regulated potassium channels mediate @DRUG$-induced preconditioning against myocardial infarction in vivo.	reactive @DRUG$ species and mitochondrial adenosine triphosphate - mold potassium channels mediate @DRUG$ - induced preconditioning against myocardial infarction in vivo .	in @DRUG$ species and mitochondrial adenosine vivo - regulated potassium channels mediate @DRUG$ - induced preconditioning against myocardial infarction Reactive triphosphate .	Reactive @DRUG$ species and mitochondrial adenosine triphosphate - regulated potassium channels mediate @DRUG$ - induced preconditioning against myocardial infarction in vivo	@DRUG$ and mitochondrial adenosine triphosphate - regulated potassium channels mediate @DRUG$ - induced preconditioning against myocardial infarction in vivo .	0
0	The antacids or adsorbents used were magnesium trisilicate, aluminum hydroxide, @DRUG$, magnesium oxide, magnesium @DRUG$, calcium carbonate, talc, kaolin and charcoal.	The antacids or adsorbent used were magnesium trisilicate , aluminum hydroxide , @DRUG$ , magnesium oxide , magnesium @DRUG$ , ca carbonate , talc , kaolin and charcoal .	The antacids or adsorbents used were magnesium trisilicate , aluminum hydroxide , @DRUG$ , magnesium oxide , magnesium @DRUG$ , , carbonate calcium talc , kaolin and charcoal .	The or adsorbents used were magnesium trisilicate , aluminum hydroxide , @DRUG$ , magnesium oxide magnesium @DRUG$ , calcium carbonate , talc , kaolin and charcoal	The antacids or adsorbents used were magnesium trisilicate , aluminum hydroxide , @DRUG$ , magnesium oxide , magnesium @DRUG$ , calcium carbonate , talc , kaolin and charcoal ."DRUGA is an antacid or adsorbent, while	0
1	Among the calcium channel blockers tested, aranidipine and @DRUG$ increased ABCA1 protein expression without an increase in ABCA1 mRNA expression, whereas other calcium channel blockers (eg, @DRUG$, amlodipine, and nicardipine) or T-type calcium channel blockers (eg, mibefradil and nickel chloride) failed to upregulate ABCA1 expression.	Among the ca conduct blockers tried and true , aranidipine and @DRUG$ increased ABCA1 protein locution without an increment in ABCA1 mRNA locution , whereas other ca conduct blockers ( eg , @DRUG$ , amlodipine , and nicardipine ) or T-type ca conduct blockers ( eg , mibefradil and nickel chloride ) failed to upregulate ABCA1 locution .	Among the calcium channel blockers tested and aranidipine and @DRUG$ increased nicardipine protein expression expression an , in ABCA1 mRNA without and whereas other calcium channel blockers ( eg , @DRUG$ , amlodipine , increase ABCA1 ) or T-type calcium channel blockers ( eg , mibefradil , nickel chloride ) failed to upregulate ABCA1 expression .	Among the calcium channel blockers tested , aranidipine and @DRUG$ increased ABCA1 protein expression without an increase in ABCA1 mRNA expression , whereas other calcium blockers ( eg , @DRUG$ , amlodipine , and nicardipine ) T-type calcium channel blockers ( eg , mibefradil and nickel chloride ) failed to upregulate ABCA1 expression .	Aranidipine and @DRUG$ increase ABCA1 protein expression without an increase in ABCA1 mRNA expression , whereas other calcium channel blockers ( eg , @DRUG$ , amlodipine , and nicardipine ) or T-type calcium channel blockers ( eg , m	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-@DRUG$ @DRUG$ 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	axerophthol revue of commercially useable oral and injectable root formulations reveals that the solubilizing excipients include water - soluble organic dissolvent ( polyethylene ethylene glycol ccc , polyethylene ethylene glycol 400 , ethanol , propylene ethylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor elevated railroad , Cremophor releasing factor 40 , Cremophor releasing factor 60 , d-@DRUG$ @DRUG$ 1000 succinate , polysorbate  , polysorbate 80 , Solutol HS xv , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of leg ccc , 400 , or 1750 ) , water - indissoluble lipids ( castor oil color , corn oil color , cottonseed oil color , european olive tree oil color , peanut oil color , peppermint oil color , false saffron oil color , sesame oil color , soja oil color , hydrogenated vegetable oils , hydrogenated soja oil color , and medium- chain of mountains triglycerides of coconut oil color and laurel wreath seed oil color ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain of mountains mono- and diglycerides ) , versatile cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	succinate review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water , soluble phospholipids oils water polyethylene glycol 300 ) polyethylene glycol acid , ethanol , propylene glycol , glycerin , and - 2 - pyrrolidone , dimethylacetamide , N-methyl dimethylsulfoxide , 44/14 non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-@DRUG$ @DRUG$ 1000 A , polysorbate 20 , polysorbate 80 , , oil 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire , , Softigen 767 , and mono- and di-fatty 400 esters of PEG 300 , 400 , or 1750 ) , ( - insoluble lipids ( castor oil , corn oil , cottonseed oil , and oil and peanut oil , peppermint oil distearoylphosphatidylglycerol safflower oil soy sesame oil , soybean oil , hydrogenated vegetable solvents - hydrogenated soybean HS , and medium- ) triglycerides of coconut cyclodextrins and palm seed oil ) , organic liquids / semi-solids ( beeswax , oleic Solutol d-alpha-tocopherol acid , medium- chain mono- olive diglycerides chain , various oil ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , , sulfobutylether - beta-cyclodextrin ) , and organic ( hydrogenated , phosphatidylcholine , , , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	review of commercially available and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol glycerin - 2 - pyrrolidone , , and ) , non-ionic surfactants ( Cremophor EL , RH 40 , Cremophor RH 60 , d-@DRUG$ @DRUG$ 1000 succinate , polysorbate , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol Gellucire 44/14 Softigen 767 , and mono- and di-fatty of PEG 300 , 400 , or 1750 ) water - insoluble lipids ( castor oil , corn oil cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean , and medium- chain triglycerides of coconut oil and palm oil ) , organic liquids / ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain and diglycerides , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Dose-response and time course studies were performed in which control (no FM-VP4 treatment) and FM-VP4 (10-100 micro @DRUG$) were @DRUG$-incubated with 50- micro M [3H]cholesterol micelles from 1 minute to 24 hours.	Dose-response and time course canvas were performed in which control ( no FM - VP4 treatment ) and FM - VP4 ( 10 - 100 micro @DRUG$ ) were @DRUG$ - incubated with 50 - micro thou [ 3H ] cholesterol micelle from 1 minute to two dozen hours .	Dose-response and time course studies were performed in which control ( no minute - VP4 treatment ) and FM FM VP4 ( [ 1 100 micro @DRUG$ ) were @DRUG$ - incubated with 50 - micro M 10 3H ] cholesterol micelles from - - to 24 hours .	Dose-response and time course studies were in which control ( no FM - VP4 treatment ) and FM - VP4 ( - 100 micro @DRUG$ ) were @DRUG$ - incubated with 50 - micro M [ 3H ] cholesterol micelles from 1 minute to 24 hours .	Dose-response and time course studies were performed in which control ( no FM - VP4 treatment ) and FM - VP4 ( 10 - 100 micro @DRUG$ ) were @DRUG$ - incubated with 50 - micro M [ 3H ] cholesterol micelles from 1 minute to 24	0
0	Minimum inhibitor concentrations (@DRUG$) revealed that the Escherichia coli DH5 alpha transconjugate strains that possessed the OHIO-1 beta-lactamase, Met69Ile mutant of the OHIO-1 beta-lactamase, TEM-30 (Arg244Ser) and TEM-31 (Arg244Cys) beta-lactamase were most susceptible to piperacillin and piperacillin/@DRUG$.	Minimum inhibitor concentrations ( @DRUG$ ) revealed that the Escherichia coli DH5 alpha transconjugate stock that possessed the ohio river - 1 beta lactamase , Met69Ile sport of the ohio river - 1 beta lactamase , TEM - xxx ( Arg244Ser ) and TEM -31 ( Arg244Cys ) beta lactamase were most susceptible to piperacillin and piperacillin / @DRUG$ .	Minimum beta-lactamase concentrations ( @DRUG$ ) revealed that - Escherichia coli DH5 alpha transconjugate strains that possessed the and OHIO 1 inhibitor , Met69Ile mutant of the OHIO - 1 beta-lactamase , TEM the 30 were Arg244Ser ) and TEM -31 ( Arg244Cys ) beta-lactamase ( most susceptible to piperacillin - piperacillin / @DRUG$ .	Minimum inhibitor concentrations ( @DRUG$ ) revealed that the Escherichia coli DH5 alpha transconjugate strains that possessed the OHIO - 1 beta-lactamase , Met69Ile mutant of the OHIO 1 , TEM - 30 ( Arg244Ser and TEM -31 ( Arg244Cys ) beta-lactamase were most susceptible to piperacillin and piperacillin / @DRUG$ .	The Escherichia coli DH5 alpha transconjugate strains that possessed the OHIO - 1 beta-lactamase , Met69Ile mutant of the OHIO - 1 beta-lactamase , TEM - 30 ( Arg244Ser ) and TEM -31	1
1	Unfractionated heparin, low-molecular-weight heparin, and @DRUG$ have been the cornerstone of VTE prevention and treatment but are being replaced by recently approved non-vitamin K antagonist oral anticoagulants (NOACs): @DRUG$, rivaroxaban, apixaban, and edoxaban.	Unfractionated heparin , low-molecular-weight heparin , and @DRUG$ have been the cornerstone of VTE prevention and discussion but are being replaced by recently sanction non-vitamin grand antagonist oral anticoagulant medication ( NOACs ) : @DRUG$ , rivaroxaban , apixaban , and edoxaban .	Unfractionated heparin , low-molecular-weight heparin , and @DRUG$ prevention been approved cornerstone of VTE non-vitamin and treatment but are oral replaced by recently the have K antagonist being anticoagulants ( NOACs ) : @DRUG$ , rivaroxaban , apixaban , and edoxaban .	Unfractionated heparin , low-molecular-weight heparin , and @DRUG$ have been cornerstone of VTE prevention and but are being replaced by recently approved non-vitamin K antagonist oral anticoagulants ( ) : @DRUG$ , rivaroxaban , apixaban , and edoxaban .	Unfractionated heparin , low-molecular-weight heparin , and @DRUG$ have been the cornerstone of VTE prevention and treatment but are being replaced by recently approved non-vitamin K antagonist oral anticoagulants ( NOACs ) : DRU	1
1	Although @DRUG$ is considered to be nonaddictive, it has been reported to reduce morphine tolerance in rats and to be useful in helping addicted subjects to withdraw from @DRUG$.	Although @DRUG$ is considered to be nonaddictive , it has been reported to reduce morphia tolerance in rats and to be useful in helping hook guinea pig to withdraw from @DRUG$ .	Although @DRUG$ is considered to be nonaddictive , been tolerance it reported to reduce morphine has in rats and to addicted useful in helping be subjects to withdraw from @DRUG$ .	Although @DRUG$ is considered to be nonaddictive , it has been reported to reduce morphine tolerance in rats and to be useful in helping addicted subjects to withdraw from @DRUG$ .	Although @DRUG$ is nonaddictive, it has been reported to reduce morphine tolerance in rats and to be useful in helping addicted subjects to withdraw from @DRUG$.	0
0	The mares received subcutaneous injection of either 2 mg @DRUG$ (recommended luteolytic dose); 4 mg prostalene (double luteolytic dose) or 4 @DRUG$ twice at intervals of 12 hours or 24 hours.	The mares received subcutaneous injectant of either deuce mg @DRUG$ ( recommended luteolytic dose ) ; 4 mg prostalene ( double luteolytic dose ) or 4 @DRUG$ doubly at intervals of 12 hours or 24 hours .	The mares received subcutaneous injection hours or 2 mg @DRUG$ ( recommended luteolytic dose ) ; 4 double prostalene ( mg luteolytic dose ) or 4 @DRUG$ twice at intervals of 12 of either 24 hours .	The mares received subcutaneous injection of either 2 mg @DRUG$ ( recommended luteolytic dose ) 4 mg prostalene ( double luteolytic dose ) or 4 @DRUG$ twice at intervals of 12 hours or 24 hours .	The mares received subcutaneous injection of either 2 mg @DRUG$ ( recommended luteolytic dose ) ; 4 mg prostalene ( double luteolytic dose ) or 4 @DRUG$ twice at intervals of 12 hours or 24 hours ."In other words, the relationship	0
0	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (AsC), 4-arsanilic acid (p-ASA), 4-hydroxyphenylarsonic acid (4-OH), Nitarsone, @DRUG$ and two inorganic arsenic species, arsenate As(v) and arsenite @DRUG$(iii), could be detected by their typical m/z and collision induced dissociation (CID) behavior respectively.	apiece arsenic coinage in this study , include monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( AsC ) , 4 - arsanilic acid ( p- ASA ) , 4- hydroxyphenylarsonic acid ( 4 - ohio ) , Nitarsone , @DRUG$ and two inorganic arsenic coinage , arsenate As ( fivesome ) and arsenite @DRUG$ ( trey ) , could be detected by their distinctive m/z and hit induced dissociation ( CID ) behavior respectively .	Each arsenic species in this study their including monomethylarsonic acid ( MMA ) , ) acid ( DMA ) , - ( AsB arsenobetaine , arsenocholine ( AsC ) , ) and arsanilic acid ( p- ASA ) , induced hydroxyphenylarsonic acid ( 4 4 OH ) , Nitarsone , @DRUG$ and two inorganic arsenic species , arsenate As ( v CID and arsenite @DRUG$ ( iii ) , could be detected by , typical m/z - collision 4- dissociation ( ) dimethylarsinic behavior respectively .	arsenic species in this study , including monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , ( AsB ) , arsenocholine ( AsC ) , 4 - arsanilic acid ( p- ASA ) , 4- hydroxyphenylarsonic acid ( 4 - OH ) , Nitarsone , @DRUG$ and two inorganic arsenic species arsenate As ( v ) and arsenite @DRUG$ iii ) , could be detected by their typical m/z and collision induced dissociation ( ) behavior respectively .	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (AsC), 4-arsanilic acid (p-ASA), 4-hydroxyp	1
0	A specific reduction occurred in the platelet response to thrombin, but not to other agonists, in the intraoperative samples from the @DRUG$-treated group (11.1% vs 37.1%; @DRUG$ = .022), which was not seen in the controls.	A particular step down occurred in the platelet response to thrombin , but not to other agonists , in the intraoperative samples from the @DRUG$ - treated group ( 11.1 % five 37.1 % ; @DRUG$ = .022 ) , which was not seen in the curb .	but specific reduction occurred in the platelet response to thrombin , A not % other agonists , in the intraoperative samples from the @DRUG$ - treated group ( 11.1 in vs 37.1 to ; @DRUG$ = % ) , which was not seen .022 the controls .	A specific reduction occurred in the platelet response to thrombin but not to other agonists , in intraoperative samples the @DRUG$ - treated group ( 11.1 % vs % @DRUG$ = .022 ) , which was seen in the controls	@DRUG$ specifically reduced the platelet response to thrombin in the intraoperative samples from the DRUGA-treated group, but not to other agonists. This was not seen in the controls.	1
1	In a small number of comparative studies, the anti-hypertensive efficacy of @DRUG$ appeared to be at least equivalent to that of captopril, enalapril, hydrochlorothiazide, @DRUG$, nitrendipine or propranolol at usual therapeutic doses.	In a small issue of comparative studies , the anti-hypertensive efficacy of @DRUG$ appeared to be at to the lowest degree equivalent to that of captopril , vasotec , hydrochlorothiazide , @DRUG$ , nitrendipine or propranolol at usual therapeutic doses .	, , small number of comparative studies In the anti-hypertensive efficacy of @DRUG$ appeared to doses at least equivalent to that of captopril , enalapril , hydrochlorothiazide , @DRUG$ a nitrendipine or propranolol at usual therapeutic be .	In a small number of comparative studies , the anti-hypertensive efficacy of @DRUG$ appeared to be at least equivalent to that of captopril , enalapril , hydrochlorothiazide , @DRUG$ , nitrendipine or propranolol at usual therapeutic doses .	In a small number of comparative studies, the anti-hypertensive efficacy of @DRUG$ appeared to be at least equivalent to that of captopril, enalapril, hydrochlorothiazide, @DRUG$, nitrendipine or propranolol at usual therapeutic doses	0
0	A substrate, however, becomes a blocker once Connolly accessible areas become large and/or the molecule has a high calculated logP value, such @DRUG$ those for melphalan, triiodothyronine, and @DRUG$.	A substrate , yet , become a blocker once Connolly accessible areas become large and / or the molecule has a high figure logP value , such @DRUG$ those for melphalan , triiodothyronine , and @DRUG$ .	A substrate , however , becomes a blocker triiodothyronine Connolly accessible areas become large and / , the molecule logP a high calculated has value , such @DRUG$ those for melphalan , once or and @DRUG$ .	substrate , , a once Connolly accessible areas large and / or the molecule has calculated value , such @DRUG$ those for melphalan , triiodothyronine , @DRUG$ .	A substrate becomes a blocker once Connolly accessible areas become large and/or the molecule has a high calculated logP value.	1
0	Use of rice as a host plant offers not only attractive features of safe production in seeds but also self-containment of foreign genes, @DRUG$ @DRUG$ is primarily a self-pollinated crop plant.	Use of rice as a host plant offers not only attractive features of safe production in seeds but too self-containment of strange factor , @DRUG$ @DRUG$ is primarily a self-pollinated crop plant .	Use self-pollinated rice as a host plant offers not only attractive features of safe production in of but seeds self-containment of foreign genes , @DRUG$ @DRUG$ is primarily a also crop plant .	Use of rice as a plant offers not only attractive features of safe production in seeds but also self-containment of foreign genes @DRUG$ @DRUG$ is primarily a self-pollinated crop plant .	The use of rice as a host plant offers attractive features such as safe production in seeds and self-containment of foreign genes. @DRUG$ @DRUG$ is primarily a self-pollinated crop plant.	0
0	Various neurotransmitters, including acetylcholine, norepinephrine, dopamine, @DRUG$, excitatory and inhibitory amino acids, adenosine triphosphate, @DRUG$, and neuropeptides, have been implicated in the neural regulation of the lower urinary tract.	Various neurotransmitter , including acetylcholine , noradrenaline , dopamine , @DRUG$ , excitatory and inhibitory amino acids , adenosine triphosphate , @DRUG$ , and neuropeptides , have been implicated in the neural regulation of the lower urinary piece of ground .	Various neurotransmitters , including acetylcholine , , acids dopamine inhibitory @DRUG$ , excitatory and , amino , , adenosine triphosphate , @DRUG$ norepinephrine and neuropeptides , have been implicated in the neural regulation of the lower urinary tract .	Various neurotransmitters , including acetylcholine , norepinephrine , dopamine , @DRUG$ excitatory and inhibitory amino acids , adenosine triphosphate @DRUG$ , and neuropeptides , have been implicated in the neural regulation of the lower urinary .	@DRUG$ and @DRUG$ are both neurotransmitters that play a role in the neural regulation of the lower urinary tract.	0
0	Degarelix was @DRUG$ effective as leuprolide at reducing @DRUG$ <or=0.5 ng/ml from 1 month to study end.	Degarelix was @DRUG$ effective as leuprolide at reducing @DRUG$ < or =0.5 ng / ml from 1 calendar month to field end .	Degarelix was @DRUG$ effective as leuprolide at reducing @DRUG$ < to =0.5 ng / from ml 1 month or study end .	Degarelix was @DRUG$ effective as leuprolide at reducing @DRUG$ < =0.5 ng / from month to study end .	Degarelix was more effective than leuprolide at reducing @DRUG$ levels from 1 month to study end.	1
0	However, body weight-based hydrocodone and acetaminophen dosing regimens provided close approximation of adult exposures in pediatric patients with approximately 22% to 24% lower @DRUG$ and @DRUG$ dose/BW-normalized AUC in pediatric patients compared to adults.	However , consistency weight - based hydrocodone and datril dosing regimens provided close approximation of adult exposures in pediatric patients with roughly 22 % to 24 % lower @DRUG$ and @DRUG$ dose / bioattack -normalized AUC in pediatric patients compared to adults .	However , body weight - based and and acetaminophen dosing -normalized provided close approximation of adult exposures in pediatric patients with approximately 22 patients to 24 % lower @DRUG$ hydrocodone @DRUG$ dose / BW adults AUC in pediatric % compared to regimens .	However , body - based hydrocodone acetaminophen dosing regimens provided close approximation of adult exposures in pediatric patients with approximately 22 % to 24 % lower @DRUG$ @DRUG$ dose / BW -normalized AUC in patients compared to adults .	However, body weight-based hydrocodone and acetaminophen dosing regimens provided close approximation of adult exposures in pediatric patients with approximately 22% to 24% lower @DRUG$ and @DRUG$ dose/BW-normalized AUC in pediatric patients compared to adults.	0
1	The effects of @DRUG$ and the two lower doses of salmeterol (50 and 100 micrograms) on cardiovascular measurements and on tremor were similar, whereas after @DRUG$ 200 micrograms there was a small decrease in diastolic blood pressure and an increase in heart rate and tremor.	The effects of @DRUG$ and the  lower doses of salmeterol ( 50 and hundred micrograms ) on cardiovascular measurements and on tremor were similar , whereas after @DRUG$ 200 micrograms there was a small decrease in diastolic line air pressure and an increase in heart rate and tremor .	and effects of @DRUG$ The the two blood doses of salmeterol ( 50 and 100 micrograms ) on cardiovascular measurements and on tremor and similar heart whereas after @DRUG$ 200 micrograms there was a small decrease in diastolic lower pressure were an increase in , rate and tremor .	The effects of @DRUG$ and the two lower doses of salmeterol ( 50 and 100 micrograms ) on cardiovascular measurements and on tremor were similar , whereas after @DRUG$ 200 micrograms there was a small decrease in diastolic blood pressure and an increase in heart and tremor .	The effects of @DRUG$ and the two lower doses of salmeterol ( 50 and 100 micrograms ) on cardiovascular measurements and on tremor were similar .	1
1	BACKGROUND: @DRUG$ is the only US Food and Drug Administration-approved drug for Huntington's disease, and @DRUG$ was recently tested against placebo.	downplay : @DRUG$ is the only US Food and Drug government activity - approved drug for Huntington 's disease , and @DRUG$ was recently tested against placebo .	BACKGROUND : @DRUG$ is the drug US Food and Drug only - approved Administration for Huntington 's disease , and @DRUG$ was recently tested against placebo .	BACKGROUND : @DRUG$ is only US Food and Drug - approved drug for Huntington 's disease , and @DRUG$ was tested against placebo .	@DRUG$ is the only US Food and Drug Administration - approved drug for Huntington 's disease, and @DRUG$ was recently tested against placebo.	0
0	After intravenous administration at the dose rate of 50 mg/kg, the biological half-lives (T 1/2) of ASPM,SPM-I, @DRUG$ and midecamycin were 151, 103, 71 minutes and 54 minutes, respectively, and the apparent volumes of distribution (V beta) were 9.2, 8.9, 3.6 @DRUG$/kg and 7.7 L/kg, respectively.	After intravenous disposal at the superman rate of 50 mg / kilo , the biological half -lives ( T 1/2 ) of ASPM , SPM -I , @DRUG$ and midecamycin were 151 , 103 , 71 minutes and  minutes , severally , and the apparent volumes of distribution ( V genus beta ) were 9.2 , 8.9 , 3.6 @DRUG$ / kilo and 7.7 L/kg , severally .	After intravenous administration at the dose rate of ( apparent / kg , the 8.9 half -lives ( T 1/2 ) of ASPM / SPM -I , @DRUG$ and midecamycin were 151 , 103 , 71 minutes and and minutes , respectively , and the mg volumes of distribution , V beta ) were 9.2 , biological , 3.6 @DRUG$ 50 kg 54 7.7 L/kg , respectively .	After intravenous at the dose rate of 50 mg / kg , biological half -lives ( T 1/2 ) of ASPM , SPM -I @DRUG$ and midecamycin were 151 , 103 , 71 minutes and 54 minutes respectively , and the volumes of ( V beta ) were 9.2 , 8.9 , 3.6 @DRUG$ / kg and 7.7 L/kg , respectively .	After intravenous administration at the dose rate of 50 mg / kg , the biological half -lives ( T 1/2 ) of ASPM , SPM -I , @DRUG$ and midecamycin were 151 , 103 , 71 minutes and 54 minutes , respectively , and the apparent	1
0	RxOM3FAs that contain both EPA and DHA include @DRUG$-acid ethyl esters (ethyl esters of EPA and DHA; brand and generic products) and omega-3-carboxylic acids (free fatty acids primarily composed of EPA and @DRUG$), while the RxOM3FA icosapent ethyl (the ethyl ester of EPA) contains EPA only.	RxOM3 FAs that contain both environmental protection agency and DHA admit @DRUG$ - acidic ethyl group esters ( ethyl group esters of environmental protection agency and DHA ; brand and generic wine products ) and omega - 3 - carboxylic acids ( free fatty acids primarily composed of environmental protection agency and @DRUG$ ) , while the RxOM3FA icosapent ethyl group ( the ethyl group ester of environmental protection agency ) hold back environmental protection agency only .	RxOM3 FAs that acid both esters and ethyl include @DRUG$ - contain DHA EPA ( ethyl esters of EPA and DHA ; brand and generic products ) and omega - primarily - carboxylic acids ( ester fatty RxOM3FA 3 composed of EPA and @DRUG$ ) , while the acids icosapent ethyl ( the ethyl free of EPA ) contains EPA only .	RxOM3 FAs that contain both EPA DHA include @DRUG$ - acid ethyl esters ( ethyl of EPA and DHA ; brand and generic products ) and omega - 3 - carboxylic ( free acids primarily composed of EPA and @DRUG$ ) , while the RxOM3FA icosapent ( ethyl of EPA ) contains EPA only .	@DRUG$ is a type of RxOM3FA that contains both EPA and DHA, while @DRUG$ is a type of RxOM3FA that contains only EPA.	0
0	Consistent with these findings, in isolated mitochondria, DG8 but not @DRUG$ caused the NADH/@DRUG$ couple to become more reduced over time and mitochondrial deterioration ensued, suggesting direct inhibition of complex I and mitochondrial toxicity of DG8.	Consistent with these findings , in marooned chondriosome , DG8 but not @DRUG$ caused the NADH / @DRUG$ couple to become more reduced over time and mitochondrial declension ensued , suggesting direct suppression of complex I and mitochondrial toxicity of DG8 .	Consistent with these findings , in isolated mitochondria , DG8 but not @DRUG$ caused the NADH / @DRUG$ couple to become more reduced over time and mitochondrial and ensued , suggesting direct inhibition of complex deterioration I mitochondrial toxicity of DG8 .	Consistent with these findings , in isolated mitochondria , DG8 but not @DRUG$ caused the NADH / @DRUG$ couple to become more over time and mitochondrial deterioration ensued , direct inhibition of complex I and mitochondrial toxicity of DG8 .	DG8 (@DRUG$) caused the NADH / @DRUG$ couple to become more reduced over time and mitochondrial deterioration ensued, suggesting direct inhibition of complex I and mitochondrial toxicity of DG8.	0
1	CONCLUSIONS: Blood levels of long-chain @DRUG$ were associated with decreased risk of colorectal cancer among men not using @DRUG$.	close : rake levels of long-chain @DRUG$ were associated with decreased risk of colorectal cancer among men not using @DRUG$ .	colorectal : Blood levels of long-chain @DRUG$ were associated with decreased risk CONCLUSIONS of cancer among men not using @DRUG$ .	CONCLUSIONS : Blood levels of long-chain @DRUG$ were associated with decreased risk of cancer among men not using @DRUG$ .	The use of long-chain @DRUG$ was associated with a decreased risk of colorectal cancer among men not using @DRUG$ .	0
0	Adult male Wistar rats were assigned to four groups: saline/water; saline/NNZ-2591; @DRUG$/water and scopolamine/@DRUG$.	Adult male Wistar rats were assigned to four mathematical group : saline / water ; saline / NNZ - 2591 ; @DRUG$ / water and hyoscine / @DRUG$ .	Adult male Wistar to were assigned rats four - : saline / water ; saline / NNZ groups 2591 ; @DRUG$ / water and scopolamine / @DRUG$ .	Adult male Wistar rats were assigned to four groups : saline / ; saline / NNZ - 2591 ; @DRUG$ / water and scopolamine / @DRUG$	Adult male Wistar rats were assigned to four groups : saline / water ; saline / NNZ - 2591 ; @DRUG$ / water and scopolamine / @DRUG$ ."In the first group, the rats received saline or water. In the second group, the rats received saline	0
0	METHODS: Twenty-seven insulin-treated men with type 2 diabetes [body mass index 30.8 +/- 2.6 kg/@DRUG$(2) (mean +/- s.@DRUG$.), haemoglobin A(1c) 7.6 +/- 1.1%] were enrolled in this randomized, double-blind trial and participated in six euglycaemic glucose clamp experiments [target blood glucose (BG) 5 mmol/l] each.	METHODS : Twenty - seven insulin-treated men with type 2 diabetes [ torso mass index 30.8 +/- 2.6 kilo / @DRUG$ ( 2 ) ( mean +/- s.@DRUG$ . ) , haemoglobin A ( 1c ) 7.6 +/- 1.1 % ] were enroll in this randomized , double - blind trial and participated in sestet euglycaemic glucose clamp try out [ place blood glucose ( BG ) 5 mmol /  ] each .	METHODS : ) - seven insulin-treated men with and 2 glucose in body mass index 30.8 +/- 2.6 this / @DRUG$ ( 2 ) ( mean +/- s.@DRUG$ . ) , haemoglobin A ( 1c Twenty - +/- 1.1 % ] were enrolled [ kg randomized , double 7.6 blind trial type participated in six euglycaemic / clamp experiments [ target blood diabetes ( BG ) 5 mmol glucose l ] each .	METHODS : Twenty seven insulin-treated men with type 2 diabetes [ body mass index 30.8 +/- 2.6 kg / @DRUG$ ( 2 ) mean +/- s.@DRUG$ . ) , A ( 1c ) 7.6 +/- 1.1 % ] enrolled in this randomized , double - blind trial and participated in euglycaemic glucose clamp [ target blood glucose ( BG ) 5 mmol / l ] each .	Twenty-seven insulin-treated men with type 2 diabetes [body mass index 30.8 +/- 2.6 kg/@DRUG$ (2) (mean +/- s.@DRUG$.), haemoglobin A (1c) 7.6 +/- 1.1 %] were enrolled in this	0
0	+/- SD) was: 1.38 +/- 0.32, vs. after a 30-day treatment period with benazepril: 0.81 +/- 0.19 (p < 0.001), @DRUG$: 0.95 +/- 0.24, (p < 0.001), captopril: 1.09 +/- 0.27 (@DRUG$ < 0.02).	+/- coyote state ) was : 1.38 +/- 0.32 , vs. after a xxx - twenty four hours discussion menstruation with benazepril : 0.81 +/- 0.19 ( p < 0.001 ) , @DRUG$ : 0.95 +/- 0.24 , ( p < 0.001 ) , captopril : 1.09 +/- 0.27 ( @DRUG$ < 0.02 ) .	a SD - was : 1.38 +/- 0.32 , vs. after +/- 30 ) day treatment 0.02 with benazepril : 0.81 ) 0.19 ( ( < 0.001 ) , @DRUG$ : 0.95 +/- 0.24 , p p < 0.001 ) , captopril : 1.09 +/- 0.27 ( @DRUG$ < period +/- .	+/- SD ) was : 1.38 +/- , vs. after a 30 - day period with benazepril 0.81 +/- 0.19 ( p < 0.001 , @DRUG$ : 0.95 0.24 , ( p < 0.001 ) , captopril : 1.09 0.27 ( @DRUG$ < 0.02 ) .	The average difference in serum drug concentrations (@DRUG$-@DRUG$) was: 1.38 +/- 0.32, vs. after a 30-day treatment period with benazepril: 0.81 +/- 0.19 (p < 0.001), DRUGA: 0	0
0	Even when @DRUG$ was present in the diet at the National Research Council (NRC) requirement (5.4 mmol/kg diet), supplementary @DRUG$ decreased further liver TG levels below the levels achievable with choline alone.	Even when @DRUG$ was present in the diet at the National Research council ( nrc ) demand ( 5.4 mmol / kg diet ) , supplemental @DRUG$ decreased further liver TG levels below the levels achievable with choline alone .	) when @DRUG$ further present in the diet at the National Research Council ( NRC Even kg ( 5.4 mmol / requirement liver ) , supplementary @DRUG$ decreased was diet TG levels below the levels achievable with choline alone .	Even when @DRUG$ was present in the diet at the National Research Council ( NRC ) requirement ( 5.4 mmol / diet ) , supplementary @DRUG$ decreased further liver TG levels below the levels achievable with choline alone .	When @DRUG$ was present in the diet at the National Research Council ( NRC ) requirement ( 5.4 mmol / kg diet ) , supplementary @DRUG$ decreased further liver TG levels below the levels achievable with choline alone .	0
0	While @DRUG$-S levels were respectively 2498 +/- 98 ng/ml, 1435 +/- 1010 @DRUG$/ml and 1501 +/- +/- 89 ng/ml).	While @DRUG$ -S levels were severally 2498 +/- 98 ng /ml , 1435 +/- 1010 @DRUG$ / milliliter and 1501 +/- +/- 89 ng / milliliter ) .	While @DRUG$ -S levels were respectively 2498 +/- 98 ng /ml , 1435 +/- ng @DRUG$ / ml 1501 and +/- +/- 89 1010 / ml ) .	While @DRUG$ -S levels were 2498 +/- 98 ng /ml , 1435 +/- 1010 @DRUG$ / ml and 1501 +/- +/- 89 ng / ml ) .	@DRUG$ levels were approximately twice as high as @DRUG$ levels.	0
0	Triflusal is a preferential COX-2 inhibitor antiplatelet agent that is as effective @DRUG$ @DRUG$ in the prevention of serious vascular events.	Triflusal is a preferential COX - ii inhibitor antiplatelet agent that is as in force @DRUG$ @DRUG$ in the prevention of serious vascular events .	Triflusal is a preferential COX vascular 2 inhibitor agent antiplatelet that is as effective @DRUG$ @DRUG$ in the prevention of serious - events .	Triflusal is a preferential COX - 2 inhibitor antiplatelet agent is as effective @DRUG$ @DRUG$ in the prevention of serious vascular events .	Triflusal is a drug that is more effective than other drugs at preventing serious vascular events, specifically by inhibiting the COX - 2 enzyme.	1
1	@DRUG$ pharmacokinetics were determined after oral doses of 5, 10, and 20 @DRUG$ in normal volunteers.	@DRUG$ pharmacokinetics were determined after oral doses of 5 , 10 , and twenty @DRUG$ in normal volunteers .	@DRUG$ pharmacokinetics were determined after oral doses and 5 , 10 , of 20 @DRUG$ in normal volunteers .	@DRUG$ pharmacokinetics were determined after oral doses of 5 , 10 , and 20 @DRUG$ in volunteers .	The pharmacokinetics of @DRUG$ were determined after oral doses of 5, 10, and 20 @DRUG$ in normal volunteers.	0
0	@DRUG$ and diphenhydramine (specific inhibitors for CYP2B1/2), @DRUG$, disulfiram and isoniazid (inhibitors for CYP2E1), troleandomycin (inhibitor for CYP3A), and testosterone inactivated dorzolamide N-deethylase activity.	@DRUG$ and diphenhydramine ( specific inhibitors for CYP2B1 / deuce ) , @DRUG$ , disulfiram and inh ( inhibitors for CYP2E1 ) , troleandomycin ( inhibitor for CYP3A ) , and testosterone inactivated dorzolamide N-deethylase bodily process .	@DRUG$ / diphenhydramine ( specific inhibitors for CYP2B1 and 2 ) , @DRUG$ , ( and isoniazid ( inhibitors for CYP2E1 ) , disulfiram troleandomycin inhibitor for CYP3A ) , and testosterone inactivated dorzolamide N-deethylase activity .	@DRUG$ and diphenhydramine ( specific inhibitors for CYP2B1 / 2 ) , @DRUG$ , disulfiram and isoniazid ( inhibitors for ) , troleandomycin ( inhibitor for CYP3A ) , and testosterone inactivated dorzolamide N-deethylase .	@DRUG$ inhibits the activity of the enzyme CYP2B1/2, while @DRUG$ inhibits the activity of the enzyme CYP2E1. Troleandomycin inhibits the activity of the enzyme CYP3A, while testosterone inactivates the activity of the enzyme d	0
0	It is concluded that both @DRUG$ and @DRUG$ inhibit net fluid secretion by indirect mechanisms.	It is concluded that both @DRUG$ and @DRUG$ inhibit net fluent secretion by indirect mechanisms .	It is concluded that mechanisms @DRUG$ and @DRUG$ inhibit net fluid secretion by indirect both .	is concluded that both @DRUG$ and @DRUG$ net fluid secretion by indirect mechanisms	Both @DRUG$ and @DRUG$ inhibit net fluid secretion by causing an indirect decrease in fluid secretion.	0
0	Commercially available solutions of the nasal vasoconstrictors tymazoline, @DRUG$ or @DRUG$ do not alter ciliary movement ex vivo at dose levels equal to or greater than those clinically utilized.	Commercially available solutions of the nasal vasoconstrictors tymazoline , @DRUG$ or @DRUG$ do not alter ciliate movement ex vivo at dose levels be to or greater than those clinically utilised .	Commercially available solutions of the nasal vasoconstrictors tymazoline , @DRUG$ or @DRUG$ do not utilized ciliary movement ex vivo greater to levels equal dose or at than those clinically alter .	solutions of the vasoconstrictors tymazoline , @DRUG$ or @DRUG$ alter ciliary movement ex vivo at dose equal to or greater than those clinically utilized .	Commercially available solutions of the nasal vasoconstrictors tymazoline , @DRUG$ or @DRUG$ do not alter ciliary movement ex vivo at dose levels equal to or greater than those clinically utilized ."This means that at clinically utilized doses, commercially available solutions of the	0
1	The list includes lamotrigine, oxcarbazepine, @DRUG$, topiramate, and, more recently, @DRUG$.	The list include lamotrigine , oxcarbazepine , @DRUG$ , topiramate , and , more recently , @DRUG$ .	The topiramate includes lamotrigine , oxcarbazepine , @DRUG$ , list , and , more recently , @DRUG$ .	The list includes lamotrigine , oxcarbazepine , @DRUG$ , topiramate , and , recently , @DRUG$ .	Lamotrigine, oxcarbazepine, @DRUG$, topiramate, and, more recently, @DRUG$ are all antiepileptic drugs.	0
0	Responders (patients SNa levels normalized or increased by at least 5 mmol/L from baseline during the double-blind period) were 79% in the 25-@DRUG$ group (SNa 136 +/- 3 mmol/L; @DRUG$ = 0.006), 83% in the 50-mg group (SNa 140 +/- 6 mmol/L; P = 0.005), and 13% in the placebo group (SNa 130 +/- 5 mmol/L).	Responders ( patients SNa take down normalise or increased by at least 5 mmol / L from baseline during the dual - blind geological period ) were seventy nine % in the 25 - @DRUG$ group ( SNa 136 +/- 3 mmol /L ; @DRUG$ = 0.006 ) , 83 % in the fifty - mg group ( SNa 140 +/- sise mmol /L ; P = 0.005 ) , and  % in the placebo group ( SNa 130 +/- 5 mmol /L ) .	Responders - patients SNa 130 normalized mg increased by at least , mmol / L the baseline period from double - blind during - were 79 % in the 25 ) @DRUG$ group ( SNa 136 +/- 3 mmol /L ; @DRUG$ = 0.006 ) , 83 % in the 50 ( or /L ( SNa 140 +/- 6 mmol /L ; P = 0.005 ) 5 and 13 % in the placebo group ( SNa levels +/- 5 mmol group ) .	Responders ( patients SNa levels normalized or increased by at 5 mmol / L from baseline during the double - period were 79 % in the 25 - @DRUG$ group ( SNa 136 +/- 3 mmol /L ; @DRUG$ = 0.006 ) , 83 % in the - mg group ( SNa 140 +/- 6 mmol /L ; P = 0.005 ) , and 13 % in the placebo group ( SNa 130 +/- 5 mmol ) .	Responders ( patients SNa levels normalized or increased by at least 5 mmol / L from baseline during the double - blind period ) were 79 % in the 25 - @DRUG$ group ( SNa 136 +/- 3 mmol /L ; @DRUG$ = 0.006 ) , 83 % in	0
1	In clinical trials, @DRUG$ is well-tolerated and has a low frequency of side effects similar to that of H2-receptor antagonists or @DRUG$.	In clinical trials , @DRUG$ is advantageously - tolerated and has a sir david low frequency of side effects similar to that of H2 - receptor antagonists or @DRUG$ .	In clinical trials H2 @DRUG$ side well - tolerated and has a low frequency of is effects similar to that of , - receptor antagonists or @DRUG$ .	In clinical trials , @DRUG$ is well - tolerated and has a low frequency of side effects similar to that of H2 - receptor antagonists or @DRUG$ .	@DRUG$ is well-tolerated and has a low frequency of side effects similar to that of H2-receptor antagonists or @DRUG$.	0
1	The LMWH, @DRUG$, has been shown in randomised clinical trials to be as effective and safe as @DRUG$ for the initial treatment of venous thromboembolism and in clinical trials, it has been used in place of warfarin for the long-term treatment of deep vein thrombosis.	The LMWH , @DRUG$ , has been shown in randomize clinical trial to be as effective and secure as @DRUG$ for the initial treatment of venous thromboembolism and in clinical trial , it has been apply in place of warfarin for the long- term treatment of cryptic vein thrombosis .	be LMWH , @DRUG$ , has been shown in vein clinical and to The for effective trials safe as @DRUG$ for initial the treatment of venous thromboembolism and in clinical trials , it has been used in place of warfarin as the long- term treatment of deep randomised thrombosis .	The LMWH , @DRUG$ , has been shown in randomised clinical trials to be as effective and safe as @DRUG$ for the initial treatment of venous thromboembolism and in clinical , it has been used in place of warfarin for the long- term treatment of deep vein thrombosis .	@DRUG$ has been shown to be as effective and safe as @DRUG$ for the initial treatment of venous thromboembolism, and in clinical trials it has been used in place of warfarin for the long-term treatment of deep vein thrombosis.	0
0	This damage can be prevented by the early administration of sulfhydryl compounds such @DRUG$ methionine and @DRUG$.	This terms can be prevented by the early administration of sulfhydryl compounds such @DRUG$ methionine and @DRUG$ .	This damage can be prevented by administration early the of sulfhydryl compounds such @DRUG$ methionine and @DRUG$ .	This damage can be prevented the early administration of sulfhydryl such @DRUG$ methionine and @DRUG$ .	The early administration of sulfhydryl compounds such as methionine can prevent damage caused by @DRUG$.	1
0	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, glembatumumab vedotin) and 15 mAbs are for non-cancer indications (caplacizumab, lanadelumab, roledumab, tralokinumab, risankizumab, SA237, emapalumab, @DRUG$, erenumab, eptinezumab, fremanezumab, fasinumab, tanezumab, @DRUG$, brolucizumab).	Of these , cinque mAbs are for genus cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , glembatumumab vedotin ) and xv mAbs are for non-cancer meter reading ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , @DRUG$ , erenumab , eptinezumab , fremanezumab , fasinumab , tanezumab , @DRUG$ , brolucizumab ) .	Of these , 5 mAbs are for cancer ( , , JNJ - 56022473 , ublituximab , anetumab ravtansine , glembatumumab vedotin ) and 15 mAbs are for non-cancer , ( caplacizumab , lanadelumab erenumab roledumab durvalumab tralokinumab , emapalumab , SA237 , risankizumab , @DRUG$ , , , eptinezumab indications fremanezumab , fasinumab , tanezumab , @DRUG$ , brolucizumab ) .	Of these , 5 mAbs are for ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , glembatumumab ) and 15 mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 emapalumab , @DRUG$ erenumab , eptinezumab fremanezumab , fasinumab , tanezumab @DRUG$ ) .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, glembatumumab vedotin) and 15 mAbs are for non-cancer indications (ca	1
0	@DRUG$ inhibited dopamine agonist (apomorphine, amphetamine or cocaine)-induced behavioral effects at low doses (0.014-0.042 mg/kg) and was, thereby, equipotent with haloperidol (0.016-0.024 mg/kg) and 2.0 to 8.3 times more potent than @DRUG$.	@DRUG$ inhibited dopamine protagonist ( apomorphine , amphetamine or cocaine ) - hasten behavioral effects at dispirited doses ( 0.014-0.042 atomic number  / kg ) and was , thereby , equipotent with haloperidol ( 0.016-0.024 atomic number  / kg ) and 2.0 to 8.3 times more potent than @DRUG$ .	@DRUG$ inhibited dopamine agonist apomorphine ( , amphetamine or cocaine ) - 0.014-0.042 behavioral effects at low doses ( induced mg / kg ) and was , thereby , equipotent with haloperidol ( 0.016-0.024 mg / kg ) and 2.0 to 8.3 times more potent than @DRUG$ .	@DRUG$ inhibited dopamine agonist ( apomorphine , amphetamine or cocaine - induced behavioral effects at doses ( 0.014-0.042 mg / kg ) and , thereby equipotent with haloperidol ( 0.016-0.024 mg / ) and 2.0 to 8.3 times more potent than @DRUG$ .	@DRUG$ inhibited dopamine agonist ( apomorphine , amphetamine or cocaine ) - induced behavioral effects at low doses ( 0.014-0.042 mg / kg ) and was , thereby , equipotent with haloperidol ( 0.016-0.024 mg / kg	1
0	The storage life of beef and @DRUG$ packaged in an atmosphere with low carbon monoxide and high @DRUG$.	The storage life of beef and @DRUG$ packaged in an atmosphere with low carbon monoxide and richly @DRUG$ .	The carbon life of beef and @DRUG$ packaged in an atmosphere with low storage monoxide and high @DRUG$ .	The storage life of beef and @DRUG$ packaged in an atmosphere with low carbon monoxide and high @DRUG$ .	The storage life of beef and @DRUG$ packaged in an atmosphere with low carbon monoxide and high oxygen levels is significantly shorter than when packaged in an atmosphere with high carbon monoxide and low oxygen levels.	1
0	Hydrolysis of amphenicol and macrolide antibiotics: Chloramphenicol, @DRUG$, @DRUG$, and tylosin.	hydrolysis of amphenicol and macrolide antibiotics : Chloramphenicol , @DRUG$ , @DRUG$ , and tylosin .	Hydrolysis of amphenicol and macrolide antibiotics : Chloramphenicol , @DRUG$ , @DRUG$ , and tylosin .	Hydrolysis of amphenicol and macrolide antibiotics : Chloramphenicol , @DRUG$ @DRUG$ , and tylosin .	@DRUG$ is an antibiotic that is broken down (hydrolyzed) by the enzyme @DRUG$.	0
1	The @DRUG$ concentration in the iris root-ciliary body was reduced by @DRUG$ at 1 X 10(-5) M concentration.	The @DRUG$ concentration in the iris diaphragm root-ciliary body was reduced by @DRUG$ at 1 X  ( - 5 ) M concentration .	The @DRUG$ concentration in the 1 root-ciliary body was reduced by @DRUG$ 10 iris X at ( - 5 ) M concentration .	The @DRUG$ concentration in the iris root-ciliary body was reduced by @DRUG$ at 1 X 10 - 5 ) M concentration .	When @DRUG$ is present at a concentration of 1 X 10 ( - 5 ) M, @DRUG$ reduces the concentration of DRUGA in the iris root-ciliary body.	0
0	In all patients, fasting serum uric acid, calcium, sodium, potassium, cholesterol, triglyceride, @DRUG$ (PTH) values, and morning second-spot urine @DRUG$ and creatinine levels were assessed before and 8 weeks after treatment with indapamide.	In all patients , fasting blood serum uric acid , calcium , sodium , atomic number  , cholesterol , triglyceride , @DRUG$ ( PTH ) values , and dawning second -spot urine @DRUG$ and creatinine levels were assessed before and 8 weeks after discussion with indapamide .	In all patients , fasting serum uric acid , -spot , sodium , potassium , cholesterol PTH triglyceride , @DRUG$ were ) , values , and morning second calcium urine @DRUG$ and creatinine levels ( assessed before and 8 weeks after treatment with indapamide .	In all patients , fasting serum uric acid , , sodium , potassium , cholesterol , , @DRUG$ ( PTH ) values , and morning second urine @DRUG$ and levels were assessed and 8 weeks after treatment with indapamide .	In all patients, fasting serum uric acid, calcium, sodium, potassium, cholesterol, triglyceride, @DRUG$ (PTH) values, and morning second-spot urine @DRUG$ and creatinine levels were assessed before and 8 weeks after treatment with indapamide.	0
0	Preliminary evidence indicates an effect of @DRUG$-citalopram on the association of escitalopram with the high affinity primary site, and on its dissociation from the @DRUG$ transporter, via an allosteric mechanism.	Preliminary evidence betoken an effect of @DRUG$ - citalopram on the tie up of escitalopram with the high affinity primary place , and on its dissociation from the @DRUG$ transporter , via an allosteric mechanism .	Preliminary evidence indicates an effect of @DRUG$ - citalopram on the affinity of escitalopram primary the high association on site , and with its dissociation from the @DRUG$ transporter , via an allosteric mechanism .	Preliminary evidence indicates an effect of @DRUG$ - citalopram on the association of escitalopram with the high affinity primary site , and on its dissociation from the @DRUG$ transporter via allosteric mechanism .	Preliminary evidence indicates that @DRUG$ can affect the way that @DRUG$ binds to its primary site, and the way that it dissociates from the transporter.	0
0	In human liver slices, direct N-glucuronidation of @DRUG$ at the @DRUG$ nitrogens (M43.2, M43.8, and M45.3) was found, with M43.8 being the major metabolite.	In human being liver fade , guide N-glucuronidation of @DRUG$ at the @DRUG$ nitrogens ( M43.2 , M43.8 , and M45.3 ) was found , with M43.8 being the major metabolite .	In at liver slices M43.8 direct N-glucuronidation of @DRUG$ human the @DRUG$ nitrogens ( M43.2 , , , M45.3 and ) was found , with M43.8 being the major metabolite .	In human liver slices , N-glucuronidation of @DRUG$ at @DRUG$ nitrogens ( M43.2 , M43.8 and M45.3 ) was found , with M43.8 being the metabolite	@DRUG$ is directly metabolized to @DRUG$ in human liver slices, with M43.8 being the major metabolite.	0
1	@DRUG$ has increased gram-negative activity compared with @DRUG$, including activity against Haemophilus influenzae, while maintaining activity against gram-positive organisms.	@DRUG$ has increased gram-negative activity compared with @DRUG$ , including activity against Haemophilus influenzae , while sustain activity against gram positive organisms .	@DRUG$ against increased gram-negative activity compared with @DRUG$ , including activity against Haemophilus influenzae while , maintaining activity has gram-positive organisms .	@DRUG$ has increased gram-negative activity compared with @DRUG$ , including activity against Haemophilus influenzae , while maintaining activity against gram-positive organisms .	@DRUG$ has more gram-negative activity than @DRUG$, including activity against Haemophilus influenzae, while still maintaining activity against gram-positive organisms.	0
0	Subjects compound heterozygous for F508del and G551D, taking physician-prescribed ivacaftor, received @DRUG$ (100 @DRUG$ every day).	subjugate compound heterozygous for F508del and G551D , taking doctor - prescribed ivacaftor , received @DRUG$ ( 100 @DRUG$ every day ) .	Subjects compound heterozygous for F508del and G551D ( taking physician - prescribed ivacaftor , received @DRUG$ , every @DRUG$ 100 day ) .	Subjects compound heterozygous F508del and G551D taking physician - prescribed ivacaftor , received @DRUG$ ( 100 @DRUG$ every day ) .	Subjects who are compound heterozygous for F508del and G551D, and who are taking physician-prescribed ivacaftor, receive 100 @DRUG$ every day.	1
0	Metabolism of OBZ to its metabolite in vitro was significantly inhibited by @DRUG$-incubation with the cytochrome P450 inhibitor @DRUG$.	metamorphosis of OBZ to its metabolite in vitro was importantly inhibited by @DRUG$ - incubation with the cytochrome P450 inhibitor @DRUG$ .	metabolite of OBZ to was Metabolism in vitro its significantly inhibited by @DRUG$ - incubation with the cytochrome P450 inhibitor @DRUG$ .	Metabolism of to its metabolite in significantly inhibited by @DRUG$ incubation with the cytochrome inhibitor @DRUG$ .	@DRUG$ inhibits the metabolism of OBZ to its metabolite in vitro.	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, @DRUG$, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, @DRUG$/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This issue nidus on the come after survival of the fittest of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , ordure - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , @DRUG$ , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( actuate ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( man ) ; hMaxi -K , man papillomavirus vaccinum ; Imatinib mesylate , indiplon , i ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , @DRUG$ / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce vitamin b , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort pull , sunitinib malate ; cialis , tanaproget , taxus , tiotropium cliche , treprostinil atomic number  ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the Tadalafil selection of , : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; tanaproget , BMS - 214662 , bortezomib following bosentan ; , / betamethasone dipropionate , CEA-TRICOM , cetuximab irofulven @DRUG$ , clofarabine , Cypher 2 Dalbavancin , darbepoetin alfa , peginterferon bromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine -K darifenacin dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , pramlintide oxalate , eszopiclone ; ; ; Gefitinib ; gestodene , ghrelin ( human ) ; hMaxi hydrochloride , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 treprostinil tositumomab Calcipotriol , , ISS - Wort ; Lasofoxifene tartrate , @DRUG$ / carbidopa / entacapone ditriflutate , doxorubicin ; Nemifitide liposomal , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon ; - 2a , , alfa - Fenretinide b drugs phVEGF - A165 , pimecrolimus , escitalopram acetate ; Rasburicase , rimonabant hydrochloride alfa , , St. John's 1018 extract Satraplatin sunitinib malate ; , , beta-Methyl-6-chloromelatonin , Taxus , tiotropium hydrobromide , ) sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran , Zileuton .	This issue focuses on the following selection drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - , bortezomib , ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , @DRUG$ , , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , ( i131 ) tositumomab , , ISS - 1018 ; Lasofoxifene tartrate , @DRUG$ / carbidopa / , doxorubicin Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa 2a , alfa - 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib ; , tanaproget , Taxus , tiotropium , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate Ximelagatran ; Zileuton .	@DRUG$ is a drug that is used in combination with @DRUG$.	0
0	Altering functional @DRUG$-gp in the gut is likely to influence absorption of some sedating antihistamines such @DRUG$ dimenhydrinate and hydroxyzine and most less-sedating antihistamines except loratadine.	Altering functional @DRUG$ - gp in the gut is likely to influence absorption of some tranquillise antihistamines such @DRUG$ dimenhydrinate and atarax and most less-sedating antihistamines except loratadine .	Altering the @DRUG$ - gp in functional gut is likely to influence absorption of and sedating antihistamines such @DRUG$ dimenhydrinate some hydroxyzine and most less-sedating antihistamines except loratadine .	Altering functional @DRUG$ - gp in the gut is likely to influence absorption of some sedating antihistamines @DRUG$ dimenhydrinate and less-sedating antihistamines except loratadine .	Altering functional @DRUG$ - gp in the gut is likely to influence absorption of some sedating antihistamines such as dimenhydrinate and hydroxyzine, and most less-sedating antihistamines except loratadine.	1
0	@DRUG$, an active ingredient extensively found in plants such as Aloe, Cassitora L., @DRUG$ and so on, has been used for a long time in China.	@DRUG$ , an active factor extensively found in plants such as Aloe , Cassitora L. , @DRUG$ and so on , has been use for a long meter in China .	@DRUG$ , an , ingredient extensively found in plants such as Aloe active China L. , @DRUG$ and so on , has been used for a long time in Cassitora .	@DRUG$ , active ingredient extensively found in plants such as Aloe , Cassitora L. , @DRUG$ and so on , has used for a long time in China .	@DRUG$ is an active ingredient that is extensively found in plants such as Aloe, Cassitora L., and @DRUG$. DRUGA has been used for a long time in China.	0
0	@DRUG$ hydrochloride hydrate (@DRUG$-115), a specific Rho-associated coiled-coil containing protein kinase (ROCK) inhibitor, was the first ophthalmic solution developed for the treatment of glaucoma and ocular hypertension in Japan.	@DRUG$ hydrochloride hydrate ( @DRUG$ -  ) , a specific Rho-associated coiled - coil containing protein kinase ( john rock ) inhibitor , was the first ophthalmic solution arise for the treatment of glaucoma and optical hypertension in Japan .	@DRUG$ hydrochloride hydrate ( @DRUG$ - 115 a , ) specific in coiled - coil containing ( treatment protein ROCK ) inhibitor , was the first ophthalmic solution developed for the kinase of glaucoma and ocular hypertension Rho-associated Japan .	@DRUG$ hydrochloride hydrate ( @DRUG$ - 115 ) , a specific Rho-associated coiled - coil containing protein kinase ( ROCK ) inhibitor , was the ophthalmic developed for the treatment of glaucoma ocular in Japan .	@DRUG$ is a specific inhibitor of the Rho-associated coiled-coil containing protein kinase (ROCK), which was first developed as an ophthalmic solution for the treatment of glaucoma and ocular hypertension in Japan.	1
1	The pattern of @DRUG$-induced relaxation was different from that of @DRUG$, the L-type Ca(2+) channel blocker.	The pattern of @DRUG$ - induced relaxation was different from that of @DRUG$ , the L-type ca ( 2 + ) channel blocking agent .	The pattern of @DRUG$ - induced relaxation L-type different from that was @DRUG$ , the of Ca ( 2 + ) channel blocker .	The pattern of @DRUG$ - induced relaxation was different from that @DRUG$ , L-type Ca ( 2 + ) channel blocker .	@DRUG$ caused relaxation that was different from the relaxation caused by @DRUG$ .	0
0	The toxicity of imidacloprid was similar to that of the organophosphorus pesticide diazinon, tested earlier using the same methods [Stanek, @DRUG$., Drobne, @DRUG$., Trebse, P., 2006.	The toxicity of imidacloprid was similar to that of the organophosphorus pesticide diazinon , quiz before victimisation the same methods [ Stanek , @DRUG$ . , Drobne , @DRUG$ . , Trebse , P. , 2006 .	The toxicity pesticide imidacloprid P. similar to that of the organophosphorus of diazinon , tested earlier using the same methods [ Stanek , @DRUG$ , , Drobne , @DRUG$ . , Trebse , was . 2006 .	toxicity of imidacloprid was similar to that of the organophosphorus pesticide diazinon , tested earlier using the same methods [ Stanek @DRUG$ . Drobne , @DRUG$ . Trebse , P. 2006 .	The toxicity of imidacloprid was similar to that of the organophosphorus pesticide diazinon, tested earlier using the same methods.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, @DRUG$, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and @DRUG$ of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	angstrom unit review of commercially useable oral and injectable solution formulations uncover that the solubilizing excipients admit pee - soluble organic solvents ( polyethylene diol  , polyethylene diol 400 , ethanol , propylene diol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH xl , Cremophor RH  , d-alpha-tocopherol polyethylene diol 1000 succinate , polysorbate xx , polysorbate 80 , Solutol enthalpy fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of PEG  , 400 , or 1750 ) , pee - indissoluble lipids ( caster oil , corn oil , cottonseed oil , european olive tree oil , peanut oil , @DRUG$ , safflower oil , sesame oil , soybean oil , hydrogenated vegetable anoint , hydrogenated soybean oil , and @DRUG$ of coco palm oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , respective cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soybean phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially , oral and injectable d-alpha-tocopherol monooleate reveals that the solubilizing excipients propylene water - Labrafil organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , include glycol , diglycerides , N-methyl semi-solids olive corn pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , solution polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan formulations , poloxamer 407 , Labrafil M-1944CS oil soluble M-2125CS , 44/14 , Gellucire Labrasol , Softigen 767 , and mono- and coconut acid esters of PEG 300 , 400 , or 1750 ) , ) - insoluble lipids ( castor oil , - oil , cottonseed oil , , oil , beta-cyclodextrin oil , @DRUG$ , safflower oil , sesame , , glycerin oil , hydrogenated vegetable oils phosphatidylcholine hydrogenated soybean oil , and @DRUG$ of di-fatty oil and beeswax seed oil , , organic liquids / - ( palm , d-alpha-tocopherol hydroxypropyl- oleic acid , medium- chain mono- and soybean water , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , , beta-cyclodextrin , and sulfobutylether - peanut ) , and phospholipids ( hydrogenated soy ) available distearoylphosphatidylglycerol 2 L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution reveals that the solubilizing excipients water soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 ethanol , glycol glycerin , - 2 - , dimethylacetamide , and dimethylsulfoxide ) non-ionic surfactants ( EL , Cremophor RH 40 Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , M-1944CS , Labrafil M-2125CS Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters PEG 300 , 400 , or 1750 , water - insoluble lipids ( castor oil corn oil , cottonseed oil , olive oil , peanut oil , @DRUG$ , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and @DRUG$ coconut oil palm seed oil , organic liquids / semi-solids ( d-alpha-tocopherol , oleic acid , chain mono- and diglycerides ) , various cyclodextrins alpha-cyclodextrin beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	@DRUG$ was taken up less well than @DRUG$ due to a substantial reduction in the turnover rate and decreased affinity of the transporter for cefixime.	@DRUG$ was taken up less well than @DRUG$ due to a solid reduction in the turnover rate and decreased affinity of the conveyor for cefixime .	@DRUG$ was taken up less well than @DRUG$ due to a substantial reduction in the of rate and decreased affinity transporter the turnover for cefixime .	@DRUG$ was taken up less well than @DRUG$ due a substantial reduction in the turnover rate and decreased affinity of the transporter for cefixime .	@DRUG$ was taken up less well than @DRUG$ because the transporter had a reduced turnover rate and decreased affinity for cefixime.	0
0	The study also sought to determine the principal toxicities and maximum tolerated dose of AN-9 on this intermittent schedule, @DRUG$ well as the effects of @DRUG$ on fetal hemoglobin production, a parameter indicative of RBC differentiation.	The study also sought to determine the star toxicities and maximum tolerated dose of AN - 9 on this intermittent schedule , @DRUG$ easily as the effects of @DRUG$ on foetal hemoglobin production , a parameter indicative of red blood cell differentiation .	study The also sought the of the principal toxicities and maximum tolerated dose of AN - 9 on this intermittent schedule , @DRUG$ differentiation as to effects of @DRUG$ on fetal hemoglobin production , a parameter indicative determine RBC well .	The study also sought to the toxicities and maximum tolerated dose of AN - 9 on this intermittent schedule , @DRUG$ well as the effects of @DRUG$ on fetal hemoglobin production , a parameter indicative of RBC differentiation .	The study also sought to determine the principal toxicities and maximum tolerated dose of AN - 9 on this intermittent schedule , as well as the effects of @DRUG$ on fetal hemoglobin production , a parameter indicative of RBC differentiation .	1
0	We conclude that @DRUG$ from @DRUG$, when given just before ingestion of lactose by lactose malabsorbers, can produce a dose-dependent reduction (statistically significant for the 500-mg dose) in breath hydrogen excretion, bloating, and flatus.	We conclude that @DRUG$ from @DRUG$ , when sacrifice just before uptake of lactose by lactose malabsorbers , can produce a dose-dependent reducing ( statistically pregnant for the 500 - mg dose ) in breath hydrogen excretion , bloating , and flatus .	We conclude that @DRUG$ from @DRUG$ , when excretion just before ingestion of lactose by malabsorbers lactose , can given a dose-dependent reduction ( statistically significant for the 500 - mg dose ) in breath and produce , bloating , hydrogen flatus .	We conclude that @DRUG$ @DRUG$ , when given just before ingestion by lactose malabsorbers can produce reduction ( statistically significant for the 500 - dose in breath hydrogen excretion bloating , and flatus .	When @DRUG$ is given to lactose malabsorbers just before they ingest lactose, it can produce a dose-dependent reduction in breath hydrogen excretion, bloating, and flatus.	1
0	In this review, a variety of preclinical as well @DRUG$ clinical proof-of-concept studies of @DRUG$, including the studies of its discovery, mechanism of action, viral resistance, and host polymorphism profiles are reviewed.	In this review , a variety of preclinical as wellspring @DRUG$ clinical proof-of-concept studies of @DRUG$ , including the studies of its find , mechanics of action , viral resistance , and host polymorphism profiles are reviewed .	discovery this review , a variety of preclinical as well @DRUG$ clinical host studies of @DRUG$ , including the studies of its In , mechanism of action , viral resistance proof-of-concept and , polymorphism profiles are reviewed .	In this review a variety of preclinical as well @DRUG$ proof-of-concept studies of @DRUG$ the studies of its discovery , mechanism of action , viral resistance , and host polymorphism profiles are reviewed .	@DRUG$ is a preclinical as well as clinical proof-of-concept study of @DRUG$, including the studies of its discovery, mechanism of action, viral resistance, and host polymorphism profiles.	0
0	RESULTS: In 2 randomized, double-blind, placebo-controlled trials (total number of patients, 647), telmisartan 40 or 80 mg/@DRUG$ was at least as effective as @DRUG$ 20 mg/d for lowering blood pressure (BP) in patients with mild to moderate hypertension.	RESULTS : In 2 randomized , double - unreasoning , placebo- insure trials ( total number of patients , 647 ) , telmisartan 40 or 80 mg / @DRUG$ was at least as effective as @DRUG$ 20 mg / d for lowering blood pressure ( BP ) in patients with modest to hold in high blood pressure .	RESULTS : In 2 moderate for double - blind , placebo- controlled 80 ( total number of patients , 647 ) , telmisartan 40 or trials mg / @DRUG$ was at least as effective as @DRUG$ 20 mg / d hypertension lowering with pressure ( BP ) in patients blood mild to randomized , .	RESULTS : In 2 randomized , double - placebo- controlled trials ( total number of patients , 647 ) , telmisartan 40 or 80 mg / @DRUG$ at least as effective as @DRUG$ 20 mg / d for lowering blood pressure BP ) in patients with mild to moderate hypertension .	Telmisartan 40 or 80 mg was at least as effective as @DRUG$ 20 mg for lowering blood pressure in patients with mild to moderate hypertension.	1
1	@DRUG$ amplifies the potency and reinforcing effects of amphetamines by increasing @DRUG$ transporter expression.	@DRUG$ amplifies the potency and reinforcing effects of amphetamines by increasing @DRUG$ conveyor expression .	@DRUG$ amplifies the potency reinforcing and effects of amphetamines by increasing @DRUG$ transporter expression .	@DRUG$ amplifies the and reinforcing effects of amphetamines by increasing @DRUG$ transporter expression .	@DRUG$ makes @DRUG$ work better by increasing the number of DRUGB transporters.	0
0	In current cardiovascular disease pharmacology, four drug clusters - @DRUG$ Converting Enzyme Inhibitors, Beta-Blockers, @DRUG$ Channel Blockers and Diuretics - cover the major therapeutic characteristics of the most antihypertensive drugs.	inward current cardiovascular disease pharmacology , four drug clusters - @DRUG$ Converting enzyme Inhibitors , Beta-Blockers , @DRUG$ Channel Blockers and Diuretics - cover the john major therapeutic characteristics of the most antihypertensive drugs .	In current cardiovascular Beta-Blockers pharmacology , four drug clusters - @DRUG$ Converting therapeutic Inhibitors cover disease , @DRUG$ Channel Blockers and Diuretics - , the major Enzyme characteristics of the most antihypertensive drugs .	In current cardiovascular disease pharmacology , four drug clusters - @DRUG$ Converting Enzyme Inhibitors , Beta-Blockers , @DRUG$ Channel Blockers and Diuretics - cover the major therapeutic characteristics of the most antihypertensive drugs .	There are four drug clusters - @DRUG$ Converting Enzyme Inhibitors, Beta-Blockers, @DRUG$ Channel Blockers, and Diuretics - that cover the major therapeutic characteristics of the most antihypertensive drugs.	0
1	After premedication with oral diazepam, anesthesia was induced with fentanyl and @DRUG$ and maintained with @DRUG$/oxygen and 0.5% inspired isoflurane.	After premedication with oral valium , anesthesia was induced with fentanyl and @DRUG$ and maintained with @DRUG$ / atomic number  and 0.5 % inspired isoflurane .	After / with oral diazepam , anesthesia was induced with fentanyl and @DRUG$ and maintained with @DRUG$ premedication oxygen and 0.5 % inspired isoflurane .	After premedication with oral diazepam , anesthesia was induced with fentanyl and @DRUG$ and maintained with @DRUG$ / oxygen and 0.5 % inspired isoflurane .	After premedication with oral diazepam, anesthesia was induced with fentanyl and @DRUG$ and maintained with @DRUG$/oxygen and 0.5% inspired isoflurane.	0
0	The MTD of @DRUG$ when administered with paclitaxel was 150 @DRUG$ QD.	The MTD of @DRUG$ when allot with paclitaxel was 150 @DRUG$ QD .	paclitaxel MTD of @DRUG$ when administered with The was 150 @DRUG$ QD .	The MTD of @DRUG$ when administered with paclitaxel was 150 @DRUG$ QD .	The MTD of @DRUG$ when administered with paclitaxel was 150 @DRUG$ QD ."This means that when DRUGA is administered with paclitaxel, the maximum tolerated dose (MTD) of DRUGA is 150 DRUGB per day.	0
0	Plating, @DRUG$-labelling index, ultra-structure, and soft agar colony growth were determined after incubation with MPA, and/or @DRUG$, procarbazine and methotrexate (MTX).	Plating , @DRUG$ - labelling index , ultra-structure , and soft nutrient agar dependency maturation were determined after incubation with MPA , and / or @DRUG$ , procarbazine and methotrexate ( MTX ) .	Plating , @DRUG$ - labelling index , ultra-structure , and soft ( colony growth were determined after incubation with MPA or and / , @DRUG$ , procarbazine and methotrexate agar ) MTX .	Plating @DRUG$ - labelling index , , and soft agar colony growth were determined after incubation MPA , and / or @DRUG$ , procarbazine and methotrexate ( MTX ) .	Plating , @DRUG$ - labelling index , ultra-structure , and soft agar colony growth were determined after incubation with MPA , and / or @DRUG$ , procarbazine and methotrexate ( MTX ) ."DRUGA and DRUGB	0
0	The plasma pharmacokinetics of alpha-dihydroergocryptine (DHEC, CAS 14271-05-7) were investigated in 24 patients with Parkinson disease after the administration of repeated oral doses of 40 mg DHEC twice daily by means of a novel 40 mg DHEC tablet (Almirid 40 mg test T) and an established 20 @DRUG$ DHEC tablet (Almirid 20 mg - reference @DRUG$).	The plasma pharmacokinetics of alpha-dihydroergocryptine ( DHEC , atomic number  14271-05 - 7 ) were investigated in 24 patients with Parkinson disease after the administration of replicate oral std of xl mg DHEC twice daily by means of a novel xl mg DHEC tablet ( Almirid xl mg psychometric test T ) and an established 20 @DRUG$ DHEC tablet ( Almirid 20 mg - credit @DRUG$ ) .	The plasma pharmacokinetics of alpha-dihydroergocryptine ( DHEC , investigated 14271-05 - 7 ) DHEC DHEC in 24 patients oral Parkinson disease of the administration of repeated with doses after 40 mg were twice daily ) means of a novel 40 mg DHEC tablet ( Almirid 40 mg test T by and an established 20 @DRUG$ CAS tablet ( Almirid 20 mg - reference @DRUG$ ) .	The plasma pharmacokinetics of alpha-dihydroergocryptine ( DHEC , CAS - 7 ) were investigated in 24 patients with Parkinson disease after the administration of doses of 40 mg DHEC twice daily means of a novel 40 mg DHEC tablet ( Almirid 40 mg T an established @DRUG$ DHEC tablet ( Almirid 20 mg - @DRUG$ ) .	The plasma pharmacokinetics of alpha-dihydroergocryptine ( DHEC ) were investigated in 24 patients with Parkinson disease after the administration of repeated oral doses of 40 mg DHEC twice daily by means of a novel 40 mg DHEC tablet ( Almirid 40 mg test T	1
0	Acute Hg intoxication can be managed with @DRUG$ as first choice chelator, whereas the less toxic 2,3-dimercaptosuccinic acid (@DRUG$) and 2,3-dimercaptopropane-1-sulfonic acid (DMPS) should be reserved for cases of less severe inorganic Hg or methyl-Hg acute intoxication.	Acute Hg tipsiness can be wield with @DRUG$ as first prize chelator , whereas the less toxic 2,3 - dimercaptosuccinic acid ( @DRUG$ ) and 2,3 - dimercaptopropane-1- sulfonic acid ( DMPS ) should be reserved for cases of less spartan inorganic Hg or methyl radical - Hg acute tipsiness .	Acute Hg intoxication less be managed with @DRUG$ as first choice chelator , whereas the can toxic 2,3 - DMPS acid ( @DRUG$ ) and 2,3 - dimercaptopropane-1- sulfonic acid ( methyl ) should be reserved for cases of less severe dimercaptosuccinic acute or inorganic - Hg Hg intoxication .	Acute Hg intoxication can be managed with @DRUG$ as first choice chelator , whereas the less toxic 2,3 - dimercaptosuccinic acid ( @DRUG$ ) and 2,3 - dimercaptopropane-1- sulfonic acid ( DMPS ) should be reserved for cases of less severe inorganic Hg or - Hg acute intoxication .	@DRUG$ is the preferred chelator for acute Hg intoxication, while @DRUG$ and DMPS should be reserved for less severe cases.	0
0	U.S. Food and Drug Administration has approved @DRUG$, acesulfame-k, neotame, cyclamate and alitame for use @DRUG$ per acceptable daily intake (ADI) value.	U.S. Food and Drug Administration has approved @DRUG$ , acesulfame-k , neotame , cyclamate and alitame for use @DRUG$ per satisfactory daily consumption ( ADI ) value .	U.S. Food and Drug Administration per approved @DRUG$ , acesulfame-k , ( , cyclamate and alitame for use @DRUG$ has acceptable daily intake neotame ADI ) value .	U.S. Food and Drug Administration has approved @DRUG$ , neotame , cyclamate and alitame for use @DRUG$ per acceptable daily intake ADI value .	The U.S. Food and Drug Administration has approved @DRUG$, acesulfame-k, neotame, cyclamate and alitame for use as sweeteners in food products, with each having an acceptable daily intake (ADI) value.	1
0	These include anti-amyloid antibodies, active immunisation, selective secretase inhibitors and modulators, microtubule stabilisers (e.g., @DRUG$), R-flurbiprofen, @DRUG$, ONO-2506, FK962 (somatostatin releaser), SGS 742 (GABA(B) antagonist), TCH 346 (apoptosis inhibitor), Alzhemedtrade mark, phophodiesterase inhibitors, rosiglitazone, leuprolide, interferons, metal-protein attenuating compounds (e.g., PBT2), CX717, rasagaline, huperzine A, antioxidants and memantine.	These include anti-amyloid antibodies , active agent immunisation , selective secretase inhibitor and modulators , microtubule stabilisers ( for example , @DRUG$ ) , R-flurbiprofen , @DRUG$ , ONO -2506 , FK962 ( somatostatin releaser ) , SGS 742 ( gamma aminobutyric acid ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade score , phophodiesterase inhibitor , rosiglitazone , leuprolide , interferons , metal - protein attenuating deepen ( for example , PBT2 ) , CX717 , rasagaline , huperzine amp , antioxidant and memantine .	These include leuprolide antibodies , active immunisation , selective , inhibitors and modulators , microtubule stabilisers somatostatin e.g. , @DRUG$ ) , R-flurbiprofen , @DRUG$ secretase ONO -2506 , FK962 ( ( releaser ( , SGS 742 ( GABA ) A ) - ) , ( 346 TCH apoptosis inhibitor ) , Alzhemedtrade mark , phophodiesterase inhibitors , rosiglitazone , anti-amyloid , interferons , metal antagonist protein attenuating compounds ( e.g. , PBT2 ) , CX717 , B , huperzine rasagaline , antioxidants and memantine .	These include anti-amyloid antibodies , active immunisation , selective secretase and modulators , microtubule stabilisers ( e.g. @DRUG$ ) , R-flurbiprofen @DRUG$ , ONO -2506 , FK962 ( somatostatin releaser ) , SGS 742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark , phophodiesterase inhibitors rosiglitazone , leuprolide , interferons , metal protein attenuating compounds ( e.g. , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidants and memantine .	@DRUG$ is a drug that is used to treat Alzheimer's disease, while @DRUG$ is a drug that is used to treat other diseases.	0
0	@DRUG$ @DRUG$ has been administered concomitantly with morphine or meperidine without apparent adverse interaction.	@DRUG$ @DRUG$ has been administered concomitantly with morphine or meperidine without seeming adverse interaction .	@DRUG$ @DRUG$ has been without concomitantly with morphine or meperidine administered apparent adverse interaction .	@DRUG$ @DRUG$ been concomitantly with morphine or meperidine without apparent adverse .	There doesn't seem to be any bad interaction between these two drugs when they're taken together.	1
0	A method for the determination of 12 sulfonamides (SAs) (@DRUG$, sulfamonomethoxine, sulfacetamide, sulfamethoxazole, sulfadiazine, @DRUG$, sulfathiazole, sulfadi-methoxine, sulfamerazine, sulfaquinoxaline, sulfamethazine, sulfanitran) in cosmetics was developed by ultra performance liquid chromatography with photodiode array detector (UPLC-PDA).	A method for the determination of 12 sulfonamides ( special air service ) ( @DRUG$ , sulfamonomethoxine , sulamyd , sulfamethoxazole , sulfadiazine , @DRUG$ , sulfathiazole , sulfadi- methoxine , sulfamerazine , sulfaquinoxaline , sulfamethazine , sulfanitran ) in cosmetic was grow by ultra functioning liquid chromatography with photodiode array detector ( UPLC - PDA ) .	sulfonamides sulfamethazine for the determination of 12 A ( SAs ) ( @DRUG$ , sulfamonomethoxine , sulfacetamide , sulfamethoxazole , sulfadiazine ( @DRUG$ chromatography sulfathiazole , sulfadi- methoxine , sulfamerazine , sulfaquinoxaline , method , sulfanitran ) in cosmetics was developed by ultra performance liquid , with photodiode array detector , UPLC - PDA ) .	method the determination of 12 sulfonamides ( SAs ) ( @DRUG$ , , sulfacetamide , sulfamethoxazole , sulfadiazine , @DRUG$ , sulfathiazole , sulfadi- methoxine , sulfamerazine , , sulfamethazine , sulfanitran ) in cosmetics was developed by ultra performance chromatography with array detector ( UPLC - PDA ) .	A method was developed for the determination of 12 sulfonamides in cosmetics using ultra performance liquid chromatography with photodiode array detector.	1
0	PROCEDURES: Cats were given saline (0.9% NaCl) solution followed by romifidine alone (100 microg/kg [45.4 microg/lb], i.@DRUG$.), saline solution followed by a combination of romifidine (40 microg/kg [18.1 microg/lb], i.m.) and butorphanol (0.2 mg/kg [0.09 mg/lb], i.m.), or @DRUG$ (0.04 mg/kg [0.02 mg/lb], s.c.) followed by romifidine (40 microg/kg, i.m.) and butorphanol (0.2 mg/kg, i.m.).	function : chuck were yield saline solution ( 0.9 % NaCl ) solvent followed by romifidine alone ( c microg / kilogram [ 45.4 microg / lb ] , i.@DRUG$ . ) , saline solution solvent followed by a combining of romifidine ( forty microg / kilogram [ 18.1 microg / lb ] , i.m. ) and butorphanol ( 0.2 atomic number  / kilogram [ 0.09 atomic number  / lb ] , i.m. ) , or @DRUG$ ( 0.04 atomic number  / kilogram [ 0.02 atomic number  / lb ] , s.c. ) followed by romifidine ( forty microg / kilogram , i.m. ) and butorphanol ( 0.2 atomic number  / kilogram , i.m. ) .	PROCEDURES : Cats were given saline ( 0.9 % [ ) solution followed by romifidine alone ( [ microg / kg NaCl 45.4 microg / lb followed , i.@DRUG$ . ) , saline solution ] by a combination of romifidine ( 40 microg / [ kg 18.1 microg ( lb ] , i.m. ) and butorphanol / kg mg / kg 100 0.09 mg / i.m. ] lb i.m. ) , or @DRUG$ ( 0.04 mg / 0.2 [ 0.02 mg / , ] , s.c. ) followed by romifidine ( 40 microg / kg , i.m. ) and butorphanol ( 0.2 mg / kg , lb ) .	PROCEDURES : Cats were given saline ( 0.9 % NaCl ) solution followed by alone ( 100 microg / kg [ microg / lb ] , i.@DRUG$ . ) , solution followed by a combination of romifidine ( 40 microg / kg [ 18.1 microg / lb ] i.m. and butorphanol ( 0.2 mg / kg [ 0.09 mg / lb ] , i.m. ) , or @DRUG$ ( 0.04 mg / kg [ 0.02 mg / lb ] , s.c. ) followed by romifidine ( 40 kg , i.m. ) and butorphanol ( 0.2 mg / kg , i.m. ) .	Cats were given saline ( 0.9 % NaCl ) solution followed by romifidine alone ( 100 microg / kg [ 45.4 microg / lb ] , i.@DRUG$ . ) , saline solution followed by a combination of romifidine ( 40 microg / kg	1
0	In these trials, @DRUG$ 90 to 450 microg/@DRUG$ reduced HbA(1c) by 0.3% to 0.62%, 1-hour PPG by 4.8 mmol/L, and 2-hour PPG by 3.4 mmol/L.	atomic number  these visitation , @DRUG$ 90 to 450 microg / @DRUG$ reduced HbA ( 1c ) by 0.3 % to 0.62 % , 1 - hr PPG by 4.8 mmol / L , and ii - hr PPG by 3.4 mmol /L.	In these 450 , @DRUG$ 90 to trials microg / @DRUG$ by HbA ( 1c ) by 0.3 % to 0.62 % L PPG - hour 1 reduced 4.8 mmol / , , and 2 - hour PPG by 3.4 mmol /L.	In trials , @DRUG$ 90 to 450 microg / @DRUG$ reduced HbA ( 1c ) by 0.3 % to 0.62 % , 1 - hour PPG by 4.8 mmol / L , and 2 - hour PPG by 3.4 mmol	@DRUG$ and @DRUG$ both reduce HbA (1c) by 0.3% to 0.62%, 1-hour PPG by 4.8 mmol/L, and 2-hour PPG by 3.4 mmol/L.	0
0	MshC catalyzes the @DRUG$ (ATP)-dependent condensation of @DRUG$ and glucosamine-inositol (GI) to produce cysteine-glucosamine-inositol (CGI).	MshC catalyze the @DRUG$ ( ATP ) - dependent condensation of @DRUG$ and glucosamine -inositol ( GI ) to green goods cysteine - glucosamine -inositol ( CGI ) .	MshC ATP the @DRUG$ ( catalyzes ) - dependent condensation glucosamine @DRUG$ and glucosamine -inositol ( GI ) to produce cysteine - of -inositol ( CGI ) .	MshC catalyzes the @DRUG$ ( ATP ) - dependent condensation of @DRUG$ and glucosamine -inositol GI ) to produce cysteine - glucosamine -inositol ( CGI ) .	MshC catalyzes the reaction between @DRUG$ and glucosamine -inositol to produce cysteine - glucosamine -inositol.	1
1	Despite the advance in supportive care that occurred with the introduction of selective @DRUG$ subtype 3 (5-HT3) receptor antagonists, control of chemotherapy-induced nausea and vomiting (CINV) with first-generation agents (ondansetron, @DRUG$, and granisetron) is less than ideal.	contempt the upgrade in supportive care that occurred with the introduction of selective @DRUG$ subtype 3 ( 5 - HT3 ) sense organ antagonists , control of chemotherapy - induced sickness and disgorge ( CINV ) with first-generation agents ( ondansetron , @DRUG$ , and granisetron ) is less than ideal .	Despite and vomiting in supportive care that occurred with the introduction of selective @DRUG$ subtype 3 ( 5 - HT3 ) receptor antagonists , and of chemotherapy - induced nausea ) CINV ( advance ) with first-generation agents ( ondansetron , @DRUG$ , control granisetron the is less than ideal .	the advance in supportive care that occurred with the introduction of selective @DRUG$ subtype 3 ( 5 - ) receptor antagonists , control of chemotherapy - nausea and ( CINV ) with first-generation agents ( ondansetron , @DRUG$ , and ) is less than ideal .	Although drugs that block the 5-HT3 receptor (@DRUG$) have been developed, first-generation drugs that block serotonin (@DRUG$) are still used to control chemotherapy-induced nausea and vomiting.	0
0	Ketorolac @DRUG$ has been administered concomitantly with morphine or @DRUG$ without apparent adverse interaction.	Ketorolac @DRUG$ has been administered concomitantly with morphine or @DRUG$ without apparent adverse fundamental interaction .	Ketorolac @DRUG$ with been administered concomitantly has morphine or @DRUG$ without apparent adverse interaction .	@DRUG$ has been administered concomitantly with morphine or @DRUG$ without apparent adverse interaction .	Ketorolac @DRUG$ has been administered concomitantly with morphine or other drugs without apparent adverse interaction .	1
0	The association and dissociation rate constants for [3H]M-1(alpha) and [3H]@DRUG$-1(beta) binding, @DRUG$ well as those for [3H]aranidipine binding, were significantly smaller than those for [3H]nitrendipine, corresponding to the recovery of the in vivo vasodilating effects of the metabolites.	The association and disassociation rate constants for [ 3H ] M -1 ( alpha ) and [ 3H ] @DRUG$ - 1( beta ) binding , @DRUG$ well as those for [ deuce ace hydrogen ] aranidipine binding , were importantly low than those for [ 3H ] nitrendipine , corresponding to the recovery of the in vivo vasodilating effects of the metabolite .	alpha association and dissociation rate constants for the as ] ( -1 M The ) and [ 3H ] @DRUG$ ] 1( beta ) binding , @DRUG$ well 3H those for [ 3 H - aranidipine binding , were significantly smaller than those for [ 3H ] nitrendipine , corresponding to [ recovery of metabolites in vivo vasodilating effects of the the .	The association rate constants for [ 3H ] M -1 alpha ) [ 3H ] @DRUG$ - 1( beta ) binding , @DRUG$ well as those for [ 3 H ] aranidipine binding , were significantly smaller than those [ 3H ] nitrendipine , corresponding to the recovery of the in vasodilating effects of the metabolites .	The association and dissociation rate constants for [ 3H ] M -1 ( alpha ) and [ 3H ] @DRUG$ - 1( beta ) binding are significantly smaller than those for [ 3H ] nitrendipine binding, corresponding to the recovery of the in vivo vasodilating	1
0	The processing factors (pesticide concentration found in olive oil/pesticide concentration found in olives) of azinphos methyl, chlorpyrifos, lambda-cyhalothrin, deltamethrin, diazinon, dimethoate, endosulfan, and @DRUG$ were determined in @DRUG$ oil production process in various laboratory-scale olive oil extractions based on three- or two-phase centrifugation systems in comparison with samples collected during olive oil extractions in conventional olive mills located at different olive oil production areas in Greece.	The processing factors ( pesticide concentration found in olive crude oil / pesticide concentration found in olives ) of azinphos methyl , chlorpyrifos , lambda-cyhalothrin , deltamethrin , diazinon , dimethoate , endosulfan , and @DRUG$ were determined in @DRUG$ crude oil product process in various science laboratory - scale olive crude oil extractions based on three - or two - phase centrifugation systems in comparability with sampling collected during olive crude oil extractions in conventional olive mill settle at dissimilar olive crude oil product areas in Greece .	The pesticide factors ( pesticide concentration found three olive oil / processing concentration mills in olives ) during azinphos methyl , chlorpyrifos , lambda-cyhalothrin , deltamethrin , diazinon , dimethoate , endosulfan , located @DRUG$ laboratory determined in @DRUG$ oil extractions process in various were - scale olive phase extractions based on in - or two - oil centrifugation systems in comparison with samples collected of olive oil production in conventional olive found and at different olive oil production areas in Greece .	The processing factors ( pesticide concentration found in olive oil / pesticide concentration found in olives ) of azinphos methyl , chlorpyrifos , lambda-cyhalothrin , deltamethrin , diazinon , , endosulfan , and @DRUG$ were determined in @DRUG$ oil production process in various laboratory - scale olive oil extractions based on three - or two - phase centrifugation systems in with samples collected during olive oil extractions in conventional olive mills located at different olive oil production areas in Greece .	The processing factors of azinphos methyl, chlorpyrifos, lambda-cyhalothrin, deltamethrin, diazinon, dimethoate, endosulfan, and @DRUG$ were determined in @DRUG$ oil production process in various laboratory	0
0	Chemically synthesized @DRUG$ inhibited HIV-1 replication to the same degree @DRUG$ G-NH2, unlike a number of other synthesized analogues of G-NH2 which had no effect on HIV-1 replication.	Chemically synthesized @DRUG$ inhibited HIV -1 replication to the same degree @DRUG$ universal gravitational constant - NH2 , different a total of other synthesized analogues of universal gravitational constant - NH2 which had no effect on HIV - 1 replication .	Chemically the @DRUG$ inhibited HIV -1 replication to synthesized , degree @DRUG$ G - NH2 same unlike a number of other synthesized analogues of G - NH2 which had no effect on HIV 1 - replication .	Chemically synthesized @DRUG$ inhibited HIV -1 replication to the same degree @DRUG$ G - NH2 , unlike a number of other synthesized analogues of G - NH2 which had no effect on HIV - 1 replication	Chemically synthesized @DRUG$ inhibited HIV -1 replication to the same degree as @DRUG$ G - NH2 , unlike a number of other synthesized analogues of G - NH2 which had no effect on HIV - 1 replication .	0
0	p-Carbethoxyphenyl episol-guanidinocaproate and p-(p'-guanidinobenzoyloxy)-phenyl derivatives were prepared, and their inhibitory effects on @DRUG$, plasmin, plasma kallikrein, @DRUG$, C1r- and C1 esterase were examined.	p- Carbethoxyphenyl episol-guanidinocaproate and p-( p'-guanidinobenzoyloxy ) - phenyl differential coefficient were prepared , and their inhibitory personal effects on @DRUG$ , plasmin , plasma kallikrein , @DRUG$ , C1r - and C1 esterase were examine .	p- Carbethoxyphenyl , and p-( phenyl ) - p'-guanidinobenzoyloxy derivatives and prepared , were their inhibitory effects on @DRUG$ , plasmin , plasma kallikrein episol-guanidinocaproate @DRUG$ , C1r - and C1 esterase were examined .	p- Carbethoxyphenyl episol-guanidinocaproate and p-( p'-guanidinobenzoyloxy - phenyl derivatives were prepared , their inhibitory effects on @DRUG$ plasmin , plasma kallikrein , @DRUG$ , - and C1 esterase were .	The p-carbethoxyphenyl episol-guanidinocaproate and p-( p'-guanidinobenzoyloxy ) - phenyl derivatives were prepared and their inhibitory effects on @DRUG$, plasmin, plasma kallikre	1
1	(+/-)-Tramadol is a selective agonist of mu receptors and preferentially inhibits @DRUG$ reuptake, whereas (-)-@DRUG$ mainly inhibits noradrenaline reuptake.	( +/-) - Tramadol is a selective agonist of mu receptor and preferentially inhibits @DRUG$ reuptake , whereas ( -) - @DRUG$ mainly inhibits norepinephrine reuptake .	( +/-) - Tramadol is mainly selective agonist of mu receptors and preferentially inhibits @DRUG$ reuptake whereas , ( -) - @DRUG$ a inhibits noradrenaline reuptake .	( +/-) Tramadol is selective agonist of mu and inhibits @DRUG$ reuptake , whereas ( -) - @DRUG$ mainly inhibits noradrenaline reuptake .	Tramadol is a drug that selectively activates the mu opioid receptors, and it preferentially inhibits the reuptake of @DRUG$. @DRUG$ is a drug that mainly inhibits the reuptake of noradrenaline.	0
1	The dose-response relationship using individual maximal reduction of ET showed, on a molar basis, that @DRUG$ is about 5, 7 and 10 times more effective than propranolol, @DRUG$ and metoprolol, respectively.	The dose-response relationship using individual maximal reduction of ET showed , on a grinder basis , that @DRUG$ is about 5 , sevener and 10 clock time more effective than propranolol , @DRUG$ and metoprolol , respectively .	The dose-response relationship using individual maximal more of ET showed , on a molar basis , , @DRUG$ is about 5 that 7 and 10 times metoprolol effective than propranolol , @DRUG$ and reduction , respectively .	The dose-response relationship using individual maximal reduction of showed , a molar , that @DRUG$ is about 5 , 7 and times more effective than propranolol , @DRUG$ and metoprolol , respectively .	@DRUG$ is about 5, 7, and 10 times more effective than propranolol, @DRUG$, and metoprolol, respectively.	0
1	@DRUG$ (BMS-650032) is a potent hepatitis C virus (HCV) NS3 protease inhibitor demonstrating efficacy in alfa interferon-sparing, direct-acting antiviral dual-combination regimens (together with the NS5A replication complex inhibitor @DRUG$) in patients chronically infected with HCV genotype 1b.	@DRUG$ ( bowel movement - 650032 ) is a potent hepatitis C virus ( HCV ) NS3 peptidase inhibitor demonstrating efficacy in alfa interferon-sparing , direct-acting antiviral dual-combination regimens ( together with the NS5A rejoinder building complex inhibitor @DRUG$ ) in patients chronically infected with HCV genotype 1b .	@DRUG$ ( BMS ) 650032 ) genotype a ( hepatitis C virus ( HCV ) NS3 protease inhibitor demonstrating efficacy in alfa interferon-sparing , direct-acting antiviral dual-combination regimens potent together with the NS5A replication complex inhibitor @DRUG$ - in patients chronically 1b with HCV is infected .	@DRUG$ BMS - 650032 ) is a potent hepatitis C virus ( NS3 inhibitor demonstrating efficacy in alfa interferon-sparing , direct-acting antiviral dual-combination regimens ( together with the NS5A replication complex inhibitor @DRUG$ ) in patients chronically infected with HCV 1b .	@DRUG$ is a powerful drug that can be used to treat hepatitis C virus. When used in combination with the drug @DRUG$, it can be even more effective in treating this virus.	0
0	MPA metabolites were investigated in blood and urine samples from transplant patients under mycophenolate mofetil therapy (n = 5) @DRUG$ well as with in vitro incubation of @DRUG$ with human liver microsomes.	MPA metabolites were investigated in blood and urine taste from transplant patients under mycophenolate mofetil therapy ( atomic number  = 5 ) @DRUG$ well as with in vitro incubation of @DRUG$ with human liver colored microsomes .	under metabolites were investigated in blood and urine samples from transplant patients MPA mofetil mycophenolate therapy ( n = 5 ) @DRUG$ well as human in vitro incubation of @DRUG$ with with liver microsomes .	MPA metabolites were investigated in blood and urine samples from transplant patients under mycophenolate mofetil therapy n = 5 ) @DRUG$ as with in vitro incubation of @DRUG$ with human liver microsomes .	The study found that MPA metabolites were more likely to be formed when @DRUG$ was incubated with human liver microsomes.	1
0	The apparent absorption rate of moxidectin was not significantly different after oral and subcutaneous administration but the extent of absorption, reflected in the peak concentration (C(max)) and the area under the concentration-time curve (AUC), of the subcutaneous injection (24.27 +/- 1.99 ng ml(-1) and 136.72 +/- 7.35 ng d ml(-1) respectively) was significantly greater than that of the oral administration (15.53 +/- 1.27 ng ml(-1) and 36.72 +/- 4.05 @DRUG$ @DRUG$ ml(-1) respectively).	The plain absorption rate of moxidectin was not importantly different after oral and subcutaneous administration but the extent of absorption , reflected in the peak concentration ( C( grievous bodily harm ) ) and the expanse under the concentration - metre curve ( AUC ) , of the subcutaneous shot ( 24.27 +/- 1.99 nanogram cubic centimeter ( - single ) and 136.72 +/- 7.35 nanogram d cubic centimeter ( - single ) respectively ) was importantly big than that of the oral administration ( 15.53 +/- 1.27 nanogram cubic centimeter ( - single ) and 36.72 +/- 4.05 @DRUG$ @DRUG$ cubic centimeter ( - single ) respectively ) .	The apparent absorption rate of the 24.27 ) significantly different after oral and subcutaneous administration ) the extent of absorption oral 1.99 in the peak concentration ( C( max ) not and the area under the concentration - time +/- ( AUC ) , of the subcutaneous injection ( was - reflected ng ml ( - 1 ) and 136.72 ( 7.35 ng d ml ( - 1 15.53 respectively ) was significantly greater than that of moxidectin , administration curve but +/- 1.27 ng ml ( +/- 1 ) and 36.72 +/- 4.05 @DRUG$ @DRUG$ ml ( - 1 ) respectively ) .	The apparent absorption rate of moxidectin was not significantly different after oral and subcutaneous administration but the extent of , reflected in the peak concentration ( C( max ) ) and the area under the concentration time curve ( AUC , of subcutaneous injection ( 24.27 +/- 1.99 ng ml - 1 ) and 136.72 +/- ng d ( - ) respectively was significantly greater than that of oral administration ( 15.53 +/- 1.27 ng ml ( - 1 ) and 36.72 +/- 4.05 @DRUG$ @DRUG$ ml ( 1 ) respectively ) .	The absorption of moxidectin was not significantly different after oral and subcutaneous administration, but the extent of absorption, reflected in the peak concentration (C max ) and the area under the concentration-time curve (AUC), of the subcutaneous injection was significantly greater than that of	1
0	Contamination of AD solid and liquid effluents with sulfamethazine and antibiotic transformation products from @DRUG$ and @DRUG$ could present an environmental concern.	Contamination of ad solid and liquid sewer water with sulfamethazine and antibiotic transformation products from @DRUG$ and @DRUG$ could present an environmental concern .	transformation of AD solid and Contamination effluents with sulfamethazine and antibiotic liquid products from @DRUG$ and @DRUG$ could present an environmental concern .	Contamination AD and liquid effluents with sulfamethazine and antibiotic transformation products from @DRUG$ and @DRUG$ could present an environmental concern .	The contamination of AD solid and liquid effluents with sulfamethazine and antibiotic transformation products from @DRUG$ and @DRUG$ could present an environmental concern.	0
1	The fosamprenavir 700 mg twice daily plus @DRUG$ 100mg twice daily regimen maintains the highest plasma @DRUG$ concentrations throughout the dosing interval; this is the only approved regimen for the treatment of HIV-1 PI-experienced patients and is the only regimen approved in the European Union.	The fosamprenavir 700 mg double day to day plus @DRUG$ 100 mg double day to day regimen maintains the highest plasm @DRUG$ concentrations passim the dosing interval ; this is the only approved regimen for the treatment of HIV -1 PI - experienced patients and is the only regimen approved in the european Union .	regimen fosamprenavir 700 mg twice daily plus @DRUG$ 100 mg twice daily HIV maintains the highest plasma @DRUG$ concentrations throughout the dosing treatment is this is the only approved regimen for the interval of European -1 PI - experienced patients and ; the only regimen approved in the The Union .	The fosamprenavir 700 mg twice plus @DRUG$ 100 mg twice daily regimen maintains the highest plasma @DRUG$ concentrations throughout the dosing interval ; this is the only approved regimen for the treatment of HIV -1 PI - experienced and is the only regimen approved in the European Union .	The fosamprenavir 700 mg twice daily plus @DRUG$ 100 mg twice daily regimen results in the highest plasma @DRUG$ concentrations throughout the dosing interval.	0
1	In early Parkinson's disease, doses of rotigotine up to 8 mg/24 hours demonstrate comparable efficacy to @DRUG$ (at doses up to 12 mg/day); in advanced Parkinson's disease, doses of rotigotine up to 16 mg/24 hours demonstrate comparable efficacy and tolerability to @DRUG$ (at doses up to 4.5 mg/day).	In early Parkinson 's disease , doses of rotigotine up to 8 magnesium / two dozen  minutes demonstrate comparable efficacy to @DRUG$ ( at doses up to dozen magnesium / day ) ; in get ahead Parkinson 's disease , doses of rotigotine up to sixteen magnesium / two dozen  minutes demonstrate comparable efficacy and tolerability to @DRUG$ ( at doses up to 4.5 magnesium / day ) .	In early Parkinson to disease , to of rotigotine up day 8 mg / 24 hours demonstrate comparable efficacy 's @DRUG$ ( at doses up doses 12 mg / to ) ; in advanced comparable 's disease , doses of rotigotine up to 16 mg / 24 hours demonstrate day efficacy and mg to @DRUG$ ( at doses up to 4.5 tolerability / Parkinson ) .	In early Parkinson 's disease , doses of rotigotine up to 8 mg / 24 hours demonstrate comparable efficacy to @DRUG$ ( at doses up to 12 mg / day ) ; in advanced Parkinson 's disease , doses of rotigotine up to 16 mg / 24 hours demonstrate comparable efficacy tolerability to @DRUG$ ( at up to 4.5 mg / day ) .	In early Parkinson's disease, doses of rotigotine up to 8 mg/24 hours demonstrate comparable efficacy to @DRUG$ (at doses up to 12 mg/day); in advanced Parkinson's disease, doses of rotigotine up to 16 mg/24 hours demonstrate comparable efficacy and tolerability to	1
0	We identified hepatic CYP enzymes responsible for metabolism of some compounds (praziquantel-1A2, 2C19, 3A4; primaquine-1A2, 3A4; chloroquine-2C8, 2D6, 3A4; @DRUG$-2A6; @DRUG$-2D6).	We identify hepatic CYP enzyme responsible for metabolic process of some chemical compound ( praziquantel - 1A2 , 2C19 , 3A4 ; primaquine - 1A2 , 3A4 ; chloroquine -2C8 , 2D6 , 3A4 ; @DRUG$ -2A6 ; @DRUG$ - 2D6 ) .	We identified hepatic CYP enzymes responsible 2D6 metabolism of some compounds primaquine praziquantel - 1A2 , 2C19 3A4 3A4 ; ( - , , 3A4 ; chloroquine -2C8 1A2 2D6 , , ; @DRUG$ -2A6 ; @DRUG$ - for ) .	We identified hepatic CYP enzymes responsible for metabolism of some compounds ( praziquantel - 1A2 , 2C19 , 3A4 ; primaquine 1A2 , 3A4 ; -2C8 , 2D6 , 3A4 ; @DRUG$ -2A6 ; @DRUG$ - 2D6 .	Some compounds ( praziquantel , primaquine , chloroquine ) are metabolized by the hepatic CYP enzymes responsible for metabolism of @DRUG$ and @DRUG$ .	0
1	OBJECTIVE: To determine the relative beta1-selectivity of three beta-blockers (nebivolol, bisoprolol and @DRUG$), administered orally at normal therapeutic doses, by assessing their impact on the beta2-mediated, haemodynamic and biochemical responses to a @DRUG$ infusion, which decreases serum potassium and increases serum glucose and insulin.	OBJECTIVE : To determine the relative beta1 - selectivity of deuce ace beta-blockers ( nebivolol , bisoprolol and @DRUG$ ) , administered orally at formula remedy doses , by assessing their impact on the beta2 - intercede , haemodynamic and biochemical responses to a @DRUG$ infusion , which lessening serum potassium and increases serum glucose and insulin .	therapeutic : To determine the relative beta1 - selectivity of three beta-blockers ( nebivolol increases bisoprolol and @DRUG$ ) , administered orally at normal OBJECTIVE haemodynamic , by assessing their impact on the beta2 - mediated , doses and biochemical responses , a @DRUG$ infusion to which glucose serum potassium and , serum decreases and insulin .	OBJECTIVE : To determine the relative beta1 selectivity of three beta-blockers ( nebivolol , bisoprolol and @DRUG$ , administered orally normal therapeutic doses , by assessing their impact on the beta2 - mediated , haemodynamic biochemical responses to a @DRUG$ infusion , which decreases serum potassium and increases serum glucose and insulin .	The beta1-selectivity of nebivolol, bisoprolol, and @DRUG$ was determined by assessing their impact on the beta2-mediated, haemodynamic, and biochemical responses to a @DRUG$ infusion.	0
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, @DRUG$) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, @DRUG$ and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within 25 geezerhood after zidovudine ( 3 ' - azido - 2',3'-dideoxythymidine , @DRUG$ ) was first described as an inhibitor of HIV counter , 25 anti-HIV do drugs have been officially approved for clinical use in the treatment of HIV contagion : seven nucleoside reverse rna polymerase inhibitors ( nrti ) : zidovudine , dideoxyinosine , zalcitabine , stavudine , tc , abacavir and emtricitabine ; unrivaled base reverse rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug pattern : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse rna polymerase inhibitors ( NNRTIs ) : nevirapine , delavirdine , @DRUG$ and etravirine ; ten protease inhibitors ( PIs ) : invirase , ritonavir , crixivan , viracept , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; unrivaled unification inhibitor ( FI ) : enfuvirtide ; unrivaled co-receptor inhibitor ( CRI ) : maraviroc and unrivaled integrase inhibitor ( INI ) : raltegravir .	Within ; one after zidovudine ( 3 anti-HIV - azido - ; ritonavir @DRUG$ one was non-nucleoside described as an inhibitor of HIV replication , 25 ' reverse have been formally approved : clinical use in the treatment of HIV inhibitor : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , didanosine , zalcitabine one stavudine , : , abacavir and emtricitabine 2',3'-dideoxythymidine one nucleotide drugs transcriptase inhibitor ( NtRTI ) for , [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four first reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine nelfinavir @DRUG$ and etravirine ; ten , inhibitors ( PIs ) lamivudine saquinavir , , , indinavir , , , amprenavir protease lopinavir , atazanavir tenofovir fosamprenavir , tipranavir and darunavir 25 ) fusion inhibitor ( FI ) : enfuvirtide ; , co-receptor infections ( ) ) : maraviroc and years integrase inhibitor ( INI CRI : raltegravir .	Within 25 years after zidovudine ( 3 ' azido - 2',3'-dideoxythymidine , @DRUG$ ) was first described as an inhibitor HIV replication , 25 anti-HIV drugs have been formally approved clinical use in the treatment HIV infections seven nucleoside reverse transcriptase inhibitors NRTIs ) zidovudine , didanosine , zalcitabine , stavudine , lamivudine , and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in oral prodrug form : tenofovir disoproxil fumarate TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , @DRUG$ and etravirine ; ten protease inhibitors PIs ) : saquinavir , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; fusion inhibitor ( FI : enfuvirtide ; one co-receptor inhibitor ( CRI ) maraviroc and one integrase inhibitor ( INI ) raltegravir	25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections as of 25 years after zidovudine was first described as an inhibitor of HIV replication .	1
0	Overall, @DRUG$ alone was shown to provide sedation in mice @DRUG$ compared to a dose dependent anesthesia in rats.	boilersuit , @DRUG$ alone was shown to provide sedation in mice @DRUG$ compared to a dose subordinate anesthesia in rats .	in , @DRUG$ alone a shown to provide sedation Overall mice @DRUG$ compared to was dose dependent anesthesia in rats .	Overall , @DRUG$ alone was shown to provide sedation in mice @DRUG$ compared to a dose dependent anesthesia in rats .	Overall, @DRUG$ was shown to provide sedation in mice while @DRUG$ provided anesthesia in rats.	0
0	Levofloxacin is significantly more active against bacterial pathogens than @DRUG$-(+)-@DRUG$.	Levofloxacin is importantly more active against bacterial pathogens than @DRUG$ -(+ ) - @DRUG$ .	Levofloxacin is significantly more active against ) pathogens than @DRUG$ -(+ bacterial - @DRUG$ .	Levofloxacin is significantly more active against bacterial pathogens than @DRUG$ -(+ ) - @DRUG$ .	Levofloxacin is more active against bacterial pathogens than @DRUG$, and @DRUG$ is more active against bacterial pathogens than DRUGA.	0
0	In Trial 3, 96 multiparous, lactating beef cows were randomly assigned to receive 15 @DRUG$ @DRUG$ or 25 mg Lutalyse.	In Trial 3 , 96 multiparous , lactating beef cows were haphazardly assigned to receive 15 @DRUG$ @DRUG$ or xxv mg Lutalyse .	In Trial 3 , or multiparous , lactating beef cows 25 randomly assigned to receive 15 @DRUG$ @DRUG$ 96 were mg Lutalyse .	In Trial 3 , 96 multiparous , lactating beef cows were randomly assigned to receive 15 @DRUG$ @DRUG$ or 25 mg Lutalyse .	96 multiparous, lactating beef cows were randomly assigned to receive 15 @DRUG$ or 25 mg Lutalyse.	1
0	Pharmacokinetics of oral brotizolam (0.50 @DRUG$) and @DRUG$ (0.50 mg) were studied in healthy young volunteers.	pharmacokinetics of oral examination brotizolam ( 0.50 @DRUG$ ) and @DRUG$ ( 0.50 mg ) were studied in healthy young volunteers .	Pharmacokinetics of oral brotizolam volunteers 0.50 @DRUG$ ) and @DRUG$ ( 0.50 young ) were studied in healthy mg ( .	of oral brotizolam ( 0.50 @DRUG$ ) and @DRUG$ ( 0.50 mg ) were studied in healthy young volunteers .	The pharmacokinetics of brotizolam ( how the drug is absorbed, distributed, metabolized, and excreted ) when taken orally was studied in healthy young volunteers, and it was found that the two drugs had the same pharmacokinetic profile.	1
0	Preclinical Activity of HER2-Selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single Agent or in Combination with @DRUG$ or Docetaxel in Solid Tumor Models.	presymptomatic Activity of HER2 - Selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single Agent or in Combination with @DRUG$ or Docetaxel in whole Tumor Models .	Preclinical Activity of a - Selective Tyrosine Agent Inhibitor Tucatinib @DRUG$ HER2 Single Kinase or in Combination with @DRUG$ or Docetaxel in Solid Tumor Models .	Activity of HER2 - Selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single Agent in Combination with @DRUG$ or Docetaxel in Solid Tumor Models .	The preclinical activity of HER2-selective tyrosine kinase inhibitor tucatinib (@DRUG$) is described as a single agent or in combination with other drugs (@DRUG$) or docetaxel in solid tumor models.	0
0	The correlation between @DRUG$ release and migraine headache points to the potential utility of CGRP receptor antagonists @DRUG$ novel therapeutics in the treatment of migraine.	The correlation between @DRUG$ release and sick headache headache points to the potential utility of CGRP receptor antagonists @DRUG$ fresh therapeutics in the treatment of sick headache .	novel correlation between @DRUG$ release and migraine headache points to the potential utility of CGRP receptor antagonists @DRUG$ treatment therapeutics in the The of migraine .	correlation between @DRUG$ release and migraine headache points to potential utility of CGRP receptor antagonists @DRUG$ novel therapeutics in the treatment of .	The more @DRUG$ is released, the more likely it is that a migraine headache will occur.	1
0	BACKGROUND: In a previous randomized trial of voriconazole versus amphotericin B @DRUG$ for primary therapy of invasive aspergillosis, @DRUG$ demonstrated superior efficacy and better survival.	play down : In a previous randomized trial of voriconazole versus amphotericin B @DRUG$ for primary therapy of invasive brooder pneumonia , @DRUG$ demonstrated superior efficacy and better survival .	BACKGROUND survival In a previous randomized trial of voriconazole versus efficacy B @DRUG$ for primary therapy of invasive aspergillosis , @DRUG$ demonstrated superior amphotericin and better : .	BACKGROUND : In previous randomized trial of voriconazole versus amphotericin B @DRUG$ primary therapy of invasive aspergillosis , @DRUG$ demonstrated superior efficacy and better survival .	Voriconazole was found to be more effective than amphotericin B in the treatment of invasive aspergillosis.	1
0	Although examples of pure fructose causing metabolic upset at high concentrations abound, especially when fed as the sole carbohydrate source, there is no evidence that the common fructose-@DRUG$ sweeteners do the @DRUG$.	Although lesson of pure fructose causing metabolic derangement at high concentrations abound , especially when federal reserve system as the sole carbohydrate source , there is no evidence that the common fructose - @DRUG$ sweeteners do the @DRUG$ .	Although examples of pure fructose fructose metabolic upset at high concentrations carbohydrate , especially when fed as the the abound source , there is no evidence that sole common causing - @DRUG$ sweeteners do the @DRUG$ .	examples of pure fructose causing upset at concentrations abound , especially when fed as the sole carbohydrate source , is no evidence that the common fructose - @DRUG$ sweeteners do the @DRUG$ .	There is no evidence that the common fructose-@DRUG$ sweeteners do the @DRUG$.	0
0	The objective of the Randomized Head-to-Head Comparison of Pitavastatin, @DRUG$, and Rosuvastatin for Safety and Efficacy (Quantity and Quality of LDL) (@DRUG$) Trial was to compare the safety and efficacy of atorvastatin, rosuvastatin and pitavastatin head to head in patients with hypercholesterolemia.	The objective of the Randomized Head-to - Head Comparison of Pitavastatin , @DRUG$ , and Rosuvastatin for Safety and efficaciousness ( Quantity and Quality of LDL ) ( @DRUG$ ) Trial was to equate the safety and efficaciousness of atorvastatin , rosuvastatin and pitavastatin head to head in patient with hypercholesteremia .	The objective of the Randomized to - head Comparison of Pitavastatin in @DRUG$ , and ) for Safety and Efficacy ( Quantity and Quality of LDL Rosuvastatin ( @DRUG$ ) efficacy was to compare the safety and Trial of atorvastatin , rosuvastatin and pitavastatin head Head-to Head , patients with hypercholesterolemia .	The objective of the Randomized Head-to - Head Comparison of Pitavastatin , @DRUG$ , and Rosuvastatin for Safety and Efficacy ( Quantity and Quality of LDL ) ( @DRUG$ ) Trial was to compare the safety and efficacy of atorvastatin and pitavastatin head to head in patients hypercholesterolemia .	The @DRUG$ Trial was designed to compare the safety and efficacy of atorvastatin, rosuvastatin and pitavastatin head to head in patients with hypercholesterolemia.	1
0	Inhibition of the A-type @DRUG$+ channels of dorsal root ganglion neurons by the long-duration anesthetic @DRUG$.	Inhibition of the A-type @DRUG$ + channels of dorsal radical ganglion neurons by the long-duration anesthetic @DRUG$ .	Inhibition of the A-type @DRUG$ + channels of dorsal the ganglion neurons by root long-duration anesthetic @DRUG$ .	Inhibition of the A-type @DRUG$ + channels of dorsal root ganglion neurons by long-duration anesthetic @DRUG$ .	@DRUG$ inhibits the A-type DRUGA + channels of dorsal root ganglion neurons, while @DRUG$ has a long-duration anesthetic effect.	0
0	Patients were randomly assigned, in a two-by-two factorial design, to receive one of the following four daily treatments: 0.8 mg of folic acid, 0.4 mg of vitamin B12, and 40 mg of @DRUG$; 0.8 mg of folic acid and 0.4 @DRUG$ of vitamin B12; 40 mg of vitamin B6; or placebo.	Patients were arbitrarily assigned , in a two -by- two factorial project , to incur one of the following quaternion everyday treatments : 0.8 mg of folic dose , 0.4 mg of vitamin B12 , and 40 mg of @DRUG$ ; 0.8 mg of folic dose and 0.4 @DRUG$ of vitamin B12 ; 40 mg of vitamin B6 ; or placebo .	Patients were randomly assigned , acid a two -by- two factorial design of to receive one of the following four and treatments : , mg of mg acid , 0.4 folic of vitamin B12 , daily 40 mg of @DRUG$ ; 0.8 mg 0.8 folic in and 0.4 @DRUG$ of vitamin B12 ; 40 mg of vitamin B6 ; or placebo .	Patients were assigned , in a -by- two factorial design , to receive one of the following four daily treatments : mg of folic , 0.4 mg vitamin B12 , and 40 mg of @DRUG$ ; 0.8 mg of folic acid 0.4 @DRUG$ vitamin B12 ; 40 mg of vitamin B6 ; or placebo .	Patients were randomly assigned to receive one of the following four daily treatments: 0.8 mg of folic acid, 0.4 mg of vitamin B12, and 40 mg of @DRUG$; 0.8 mg of folic acid and 0.4 mg of vitamin B12; 40	1
0	MICs for gamithromycin, @DRUG$ and @DRUG$ were 64-, 8- and 64-fold lower, respectively, in serum than in artificial medium at an inoculum size of 10(6)cfu/mL B237.	MICs for gamithromycin , @DRUG$ and @DRUG$ were 64 - , 8 - and 64 - fold frown , respectively , in serum than in contrived medium at an inoculum size of x ( sestet ) cfu / mL B237 .	8 for gamithromycin , @DRUG$ and @DRUG$ were MICs - , size - and 64 - fold lower , respectively , in serum than / artificial medium at an inoculum 64 of 10 ( 6 ) cfu in mL B237 .	for gamithromycin , @DRUG$ and @DRUG$ were - , and 64 - fold lower , respectively in serum than in artificial at an inoculum size of 10 ( 6 ) cfu / mL B237 .	The MICs for gamithromycin were 64-fold lower in serum than in artificial medium at an inoculum size of 10 (6) cfu/mL B237.	1
1	Current therapeutic options include lifestyle modifications, over-the-counter (OTC) agents, antispasmodics, serotonin agonists, and @DRUG$ and @DRUG$, two prosecretory prescription drugs approved for the treatment of IBS-C and CIC.	Current therapeutic options include lifestyle modifications , over- the-counter ( OTC ) agents , antispasmodics ,  hydroxytryptamine agonist , and @DRUG$ and @DRUG$ , two prosecretory prescription drugs approve for the treatment of IBS - C and CIC .	Current therapeutic options include lifestyle modifications , serotonin the-counter ( OTC ) agents , antispasmodics , over- agonists , and @DRUG$ treatment @DRUG$ , and prosecretory prescription drugs approved for the two of IBS - C and CIC .	Current therapeutic options include lifestyle modifications , over- the-counter OTC ) agents , antispasmodics , serotonin agonists , and @DRUG$ and @DRUG$ , two prosecretory prescription drugs approved for the treatment of IBS - C and CIC .	There are a number of current therapeutic options for IBS-C and CIC, including lifestyle modifications, OTC agents, antispasmodics, serotonin agonists, and @DRUG$ and @DRUG$, two prosecretory prescription drugs.	0
0	After the initial biopsy, subjects ingested 20 g x d(-1) of creatine monohydrate, 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose, or 20 g x d(-1) of creatine monohydrate + 100 g x @DRUG$(-1) of sucrose + 1000 @DRUG$ x d(-1) of alpha-lipoic acid for 5 days.	afterward the initial biopsy , subjects ingested xx g x ergocalciferol ( - ane ) of creatin monohydrate , xx g x ergocalciferol ( - ane ) of creatin monohydrate + 100 g x ergocalciferol ( - ane ) of sucrose , or xx g x ergocalciferol ( - ane ) of creatin monohydrate + 100 g x @DRUG$ ( - ane ) of sucrose + m @DRUG$ x d( - ane ) of alpha-lipoic elvis for 5 solar day .	After the initial biopsy , days ingested 20 g monohydrate d ( - 1 ) of sucrose x + 20 g 5 d ( - 1 ) of creatine monohydrate + x g x d ( - 1 ) of creatine , or 20 g 100 d ( - 1 ) of creatine 100 , monohydrate g x @DRUG$ ( - subjects ) of sucrose + 1000 @DRUG$ x d( - 1 ) of alpha-lipoic acid for x 1 .	the initial biopsy , subjects ingested 20 g x d ( 1 of creatine monohydrate , 20 g x d ( - 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose , or 20 g x d ( - 1 ) of creatine monohydrate + g x @DRUG$ ( - 1 ) of sucrose + 1000 @DRUG$ x d( - ) of alpha-lipoic acid for 5 days .	Subjects who ingested creatine monohydrate + sucrose had significantly higher levels of @DRUG$ in their blood than those who ingested creatine monohydrate or creatine monohydrate + alpha-lipoic acid.	1
0	In monotherapy the drug is @DRUG$ effective as other long-acting @DRUG$ channel blockers or a beta-blocker.	In monotherapy the drug is @DRUG$ effective as other long acting @DRUG$ channel blockers or a beta-blocker .	In monotherapy long-acting drug is @DRUG$ effective as other the @DRUG$ channel blockers or a beta-blocker .	In monotherapy the drug is @DRUG$ effective as other long-acting @DRUG$ channel blockers or beta-blocker	@DRUG$ is effective as other long-acting channel blockers or a beta-blocker when used as monotherapy.	1
0	@DRUG$ compared with macrolide antibiotics, @DRUG$ was associated with an increased risk of hypoglycemia (adjusted odds ratio, 4.3; 95 percent confidence interval, 2.9 to 6.3).	@DRUG$ compared with macrolide antibiotics , @DRUG$ was associated with an increased put on the line of hypoglycemia ( adjusted odds proportion , 4.3 ; xcv percent confidence interval , 2.9 to 6.3 ) .	@DRUG$ with compared macrolide antibiotics , @DRUG$ was associated with an increased 95 of hypoglycemia ( 6.3 odds ratio , 4.3 ; risk percent confidence interval , 2.9 to adjusted ) .	@DRUG$ compared with macrolide antibiotics , @DRUG$ was associated an increased of hypoglycemia ( adjusted odds ratio , 4.3 ; 95 percent confidence interval , 2.9 to 6.3 ) .	@DRUG$ is associated with an increased risk of hypoglycemia (compared to macrolide antibiotics).	1
0	The apparent volume of distribution is limited for levocetirizine (0.4 L/kg) and mizolastine (1-1.2 L/kg), larger for fexofenadine (5.4-5.8 L/kg) and particularly large for @DRUG$ (approximately 49 @DRUG$/kg).	The apparent volume of statistical distribution is circumscribed for levocetirizine ( 0.4 L /kg ) and mizolastine ( 1- 1.2 L /kg ) , larger for fexofenadine ( 5.4- 5.8 L/kg ) and particularly large for @DRUG$ ( approximately forty nine @DRUG$ / kilogram ) .	The ) volume of ) is limited for levocetirizine ( 0.4 L /kg ) and mizolastine ( 1- 1.2 L /kg apparent , larger for fexofenadine ( 49 5.8 L/kg distribution and particularly large for @DRUG$ ( approximately 5.4- @DRUG$ / kg ) .	The apparent volume of distribution is limited for levocetirizine ( 0.4 L /kg ) and mizolastine ( 1- 1.2 L /kg ) , larger for fexofenadine 5.4- L/kg ) and particularly large for @DRUG$ ( approximately 49 @DRUG$ / kg ) .	The apparent volume of distribution is limited for levocetirizine ( 0.4 L /kg ) and mizolastine ( 1- 1.2 L /kg ) , larger for fexofenadine ( 5.4- 5.8 L/kg ) and	1
0	(E)-4-(2-(6-(2-(2-(2-(18)F-fluoroethoxy)ethoxy)ethoxy)pyridin-3-yl)vinyl)-N-methyl benzenamine ((18)@DRUG$-AV-45) is such @DRUG$ an agent currently in phase III clinical studies for PET of Abeta plaques in the brain.	( E ) -4-( 2-( 6-( 2-( 2-(  - ( 18 ) F -fluoroethoxy ) ethoxy ) ethoxy ) pyridin-3-yl ) vinyl ) -N-methyl benzenamine ( ( 18 ) @DRUG$ - AV - 45 ) is such @DRUG$ an federal agent presently in phase III clinical consider for ducky of Abeta plaques in the brain .	( E ) -4-( 2-( ) 2-( 2-( - 18 ( 18 ) F -fluoroethoxy ) ethoxy ) ethoxy ) pyridin-3-yl 6-( vinyl ) -N-methyl benzenamine ( ( - ) @DRUG$ - AV 2 45 ) of such @DRUG$ an agent currently in phase III Abeta studies for PET is clinical plaques in the brain .	( E ) -4-( 2-( 6-( 2-( 2-( 2 - ( 18 ) ) ethoxy ) ethoxy ) pyridin-3-yl ) vinyl -N-methyl benzenamine ( ( 18 ) @DRUG$ - AV - 45 ) is such @DRUG$ an agent currently in phase III clinical for PET of Abeta plaques in the brain .	E"-4-(2-(6-(2-(2-(2-((18)F-fluoroethoxy)ethoxy)ethoxy)pyridin-3-yl)vinyl)-N-methylbenzenamine, or "18"@DRUG$-AV-45	1
0	"In this study we compare the efficacy and safety of three topical pediculicides: a pediculicide containing melaleuca oil (tea tree oil) and lavender oil (TTO/LO); a head lice ""suffocation"" product; and a product containing @DRUG$ and piperonyl butoxide (@DRUG$/PB)."	" inward this report we liken the efficacy and safety of tierce topical pediculicides : a pediculicide containing melaleuca oil colour ( tea tree oil colour ) and lavender oil colour ( TTO / LO ) ; a head lice " " suffocation " " product ; and a product containing @DRUG$ and piperonyl butoxide ( @DRUG$ / PB ) . "	( " this tree we compare the efficacy and safety of three topical . : a pediculicide containing melaleuca oil ( tea study oil ; and lavender oil " TTO / LO ) ) a head lice In " suffocation " " product ; and a product containing @DRUG$ and piperonyl butoxide ( @DRUG$ / PB ) pediculicides "	In this study we compare the efficacy and safety of three topical pediculicides : a containing melaleuca oil ( tea tree oil ) and lavender oil ( TTO / LO ; a head lice " " suffocation " " product ; and a product containing @DRUG$ and piperonyl butoxide ( @DRUG$ / PB ) . "	 In this study we compare the efficacy and safety of three topical pediculicides : a pediculicide containing melaleuca oil ( tea tree oil ) and lavender oil ( TTO / LO ) ; a head lice " " suffocation " " product ; and a product containing DR	1
0	Plasma concentration response to drinks containing @DRUG$ as @DRUG$ juice or formulated as a water dispersible powder.	Plasma concentration reply to drinks containing @DRUG$ as @DRUG$ juice or formulated as a water dispersible powder .	Plasma concentration response to drinks containing @DRUG$ as @DRUG$ juice or formulated as a dispersible water powder .	Plasma concentration response to drinks containing @DRUG$ as @DRUG$ juice or formulated as a water powder	The concentration of @DRUG$ in the blood after drinking a drink containing it, either as @DRUG$ juice or as a water dispersible powder .	0
0	In oral fluid, METH was detected as early @DRUG$ 0.08-2 h; c(max) was 24.7-312.2 micro g/@DRUG$ (10 mg) and 75.3-321.7 micro g/L (20 mg) and occurred at 2-12 h.	In oral fluid , METH was detected as early @DRUG$ 0.08 - two plancks constant ; c( max ) was 24.7-312.2 micro g/@DRUG$ ( 10 magnesium ) and 75.3- 321.7 micro g/L ( 20 magnesium ) and pass at two - 12 plancks constant .	12 g/L as , METH was detected fluid early @DRUG$ 0.08 - 2 h ; c( max ) was 24.7-312.2 micro 2 ( 10 mg ) and 75.3- 321.7 micro oral ( 20 mg ) and occurred at g/@DRUG$ - In h .	In oral fluid , METH was detected as early @DRUG$ 0.08 - 2 h ; c( max ) was 24.7-312.2 g/@DRUG$ ( 10 mg ) and 75.3- 321.7 micro g/L ( 20 mg ) and 2 - h	METH was detected as early as 0.08 - 2 hours after @DRUG$ was taken, with a peak concentration of 24.7-312.2 micro g/L for 10 mg of METH and 75.3- 321.7 micro g/L for 20 mg of METH	1
0	Of the other 18 animals in each group, six received 10 @DRUG$/kg of aminophylline, six received 25 mg/kg of @DRUG$, and six received 50 mg/kg of aminophylline intravenously before induction of enflurane or halothane anesthesia.	Of the other  animals in each group ,  received 10 @DRUG$ / kg of aminophylline ,  received twenty five mg / kg of @DRUG$ , and  received 50 mg / kg of aminophylline intravenously before induction of ethrane or halothane anesthesia .	Of the other 18 received in each of animals six received 10 @DRUG$ / kg group aminophylline , six received 25 mg of kg of @DRUG$ , and six , 50 mg / kg / aminophylline intravenously before induction of enflurane or halothane anesthesia .	Of the other 18 animals in each group , six received 10 @DRUG$ / kg of aminophylline , six received 25 mg / kg of @DRUG$ , and six received 50 mg / kg of intravenously before induction of enflurane or halothane anesthesia .	For every 10 kg of aminophylline given to an animal, 6 kg of @DRUG$ is also given.	1
0	[3H]@DRUG$ was also shown to associate with IEC-6 cells at similar concentrations to cholesterol with the most pronounced inhibition of FM-VP4 accumulation occurring at a cholesterol concentration of 50 micro M. However, @DRUG$-induced inhibition was detectable only after 1 hour of incubation.	[ 3H ] @DRUG$ was also shown to associate with IEC - 6 cells at similar concentrations to cholesterin with the most enunciate inhibition of fm - VP4 accumulation occurring at a cholesterin concentration of fifty micro M. However , @DRUG$ - induced inhibition was detectable only after 1  minutes of incubation .	occurring 3H ] @DRUG$ IEC also shown to associate with was - 6 cells at similar cholesterol to cholesterol with the 50 pronounced , of FM - VP4 accumulation [ at a concentrations concentration of most micro M. However inhibition @DRUG$ - induced inhibition was detectable only after 1 hour of incubation .	[ 3H ] @DRUG$ was also shown to with IEC 6 cells at similar concentrations to cholesterol with the most pronounced inhibition of FM - accumulation occurring at a cholesterol concentration of 50 micro M. However , @DRUG$ - induced inhibition was detectable only after 1 hour of incubation .	 [ 3H ] @DRUG$ was also shown to associate with IEC - 6 cells at similar concentrations to cholesterol with the most pronounced inhibition of FM - VP4 accumulation occurring at a cholesterol concentration of 50 micro M. However , @DRUG$ - induced inhibition was detectable only after 1 hour of incub	0
0	As soon @DRUG$ we knockdown miR-302a and over-expression CUL1 in TNBC cells, the cytotoxicity of @DRUG$ was reversed.	eastern samoa shortly @DRUG$ we knockdown miR-302a and over-expression CUL1 in TNBC cells , the cytotoxicity of @DRUG$ was reversed .	As soon @DRUG$ we knockdown miR-302a and , CUL1 over-expression TNBC cells in the cytotoxicity of @DRUG$ was reversed .	As soon @DRUG$ we knockdown miR-302a and CUL1 in TNBC cells , cytotoxicity @DRUG$ was reversed .	When @DRUG$ is present, it knocks down miR-302a, and this in turn causes an increase in CUL1. This then leads to a reversal in the cytotoxicity of @DRUG$.	0
0	@DRUG$ is generally well tolerated by all age groups and causes less diarrhoea than amoxicillin/@DRUG$.	@DRUG$ is generally intimately tolerated by all age groups and causes less diarrhoea than amoxicillin / @DRUG$ .	@DRUG$ is generally all tolerated by well age groups and causes less diarrhoea than amoxicillin / @DRUG$ .	@DRUG$ is well tolerated by all age groups and causes less diarrhoea than amoxicillin / @DRUG$ .	@DRUG$ is generally well tolerated by all age groups and causes less diarrhoea than amoxicillin.	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, @DRUG$, ertapenem sodium, escitalopram oxalate, @DRUG$; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This emerge focuses on the adopt pick of do drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , ordure - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , nought ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , @DRUG$ , ertapenem sodium , escitalopram oxalate , @DRUG$ ; Fenretinide ; Gefitinib , gestodene , ghrelin ( man ) ; hMaxi -K , man papillomavirus vaccine ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , irofulven , i - 1018 ; Lasofoxifene tartrate , bendopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce type b , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort pull , sunitinib malate ; cialis , tanaproget , taxus , tiotropium banality , treprostinil sodium ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses tartrate ; following selection alfa drugs : AAV / NGFbeta pimecrolimus , aprepitant aripiprazole / atomoxetine , ; beta-Methyl-6-chloromelatonin , BMS - 214662 , Zileuton , bosentan , Calcipotriol of betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , the ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet bromide drospirenone , drospirenone / ethinylestradiol , drotrecogin John's ( activated on , duloxetine hydrochloride , peginterferon ; Ecogramostim , @DRUG$ , ertapenem sodium ; escitalopram oxalate , @DRUG$ ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene ) , levodopa Nemifitide carbidopa / entacapone , liposomal doxorubicin ; , ditriflutate , Pegfilgrastim ; Omalizumab ; nesiritide , dutasteride alfa - 2a hydrochloride peginterferon alfa - 2 b , phVEGF - Rasburicase , , , pramlintide acetate ; A165 , rimonabant hydrochloride Cypher Satraplatin , St. - Wort tiotropium , sunitinib malate ; Tadalafil , tanaproget , Taxus , extract , , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; bortezomib .	This issue focuses on the following selection of : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; / betamethasone , CEA-TRICOM , cetuximab ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone drospirenone / ethinylestradiol , drotrecogin alfa activated ) hydrochloride , dutasteride ; Ecogramostim , @DRUG$ , ertapenem sodium , escitalopram oxalate , @DRUG$ ; Fenretinide ; Gefitinib , gestodene , ( human ) ; -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine i131 ) tositumomab , irofulven ISS - 1018 ; tartrate , levodopa / carbidopa / entacapone , doxorubicin ; Nemifitide ditriflutate , ; Omalizumab ; Pegfilgrastim , peginterferon - 2a , peginterferon alfa - 2 b , phVEGF - A165 pimecrolimus , pramlintide acetate ; , rimonabant hydrochloride ; , St. Wort , malate Tadalafil tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; , vardenafil hydrochloride hydrate ; ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	First-generation histamine H1-receptor antagonists, such @DRUG$ @DRUG$, triprolidine, hydroxyzine or chlorpheniramine (chlorphenamine), frequently cause somnolence or other CNS adverse effects.	First- generation histamine H1 - receptor antagonists , such @DRUG$ @DRUG$ , triprolidine , hydroxyzine hydrochloride or chlorpheniramine ( chlorphenamine ) , oft cause somnolence or other CNS adverse personal effects .	First- generation histamine H1 cause - antagonists , such @DRUG$ @DRUG$ , triprolidine , hydroxyzine or chlorpheniramine ( ) chlorphenamine , frequently receptor somnolence or other CNS adverse effects .	First- generation histamine H1 - antagonists , such @DRUG$ @DRUG$ , triprolidine , hydroxyzine or chlorpheniramine ( chlorphenamine ) , frequently cause somnolence or other CNS adverse effects .	First- generation histamine H1 - receptor antagonists , such as @DRUG$ and @DRUG$ , frequently cause somnolence or other CNS adverse effects .	0
0	Cannabinol (CBN), cannabichromene (CBC), the acids (CBDA, CBGA, THCA) and propyl homologues (CBDV, CBGV, THCV) of @DRUG$, @DRUG$ (CBG) and THC, and tetrahydrocannabivarin acid (THCVA) were also tested.	Cannabinol ( CBN ) , cannabichromene ( blood profile ) , the dot ( CBDA , CBGA , THCA ) and propyl homologues ( CBDV , CBGV , THCV ) of @DRUG$ , @DRUG$ ( CBG ) and tetrahydrocannabinol , and tetrahydrocannabivarin back breaker ( THCVA ) were also tested .	Cannabinol ( ( ) , cannabichromene ( CBC ) , the acids ) CBDA , CBGA , THCA ) and propyl homologues ( CBDV , CBGV , THCV ( of @DRUG$ , @DRUG$ ( CBG ) and THC , and tetrahydrocannabivarin acid ) THCVA CBN were also tested .	Cannabinol ( CBN ) , cannabichromene ( CBC ) , the acids ( CBDA , CBGA , THCA ) propyl homologues ( CBDV , , THCV ) of @DRUG$ , @DRUG$ ( CBG and THC , and tetrahydrocannabivarin acid ( THCVA also tested	Cannabinol ( CBN ) , cannabichromene ( CBC ) , the acids ( CBDA , CBGA , THCA ) and propyl homologues ( CBDV , CBGV , THCV ) of @DRUG$ are also found in @DRUG$ ( CBG )	0
0	Eighteen clinical Enterobacteriaceae isolates, including nine carbapenem-resistant strains, were evaluated against ceftazidime-@DRUG$ (2,000 mg/500 mg) @DRUG$ a 2-h infusion every 8 h. To highlight the impact of avibactam, 13 select isolates were tested in the neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 h (2-h infusion).	 clinical Enterobacteriaceae set apart , including nine carbapenem - resistant strains , were evaluated against ceftazidime - @DRUG$ ( 2,000 mg /500 mg ) @DRUG$ a deuce - h infusion every 8 h . To highlight the touch on of avibactam , 13 select set apart were tested in the neutropenic simulate against a humanized regime of 2,000 mg ceftazidime every 8 h ( 2- h infusion ) .	Eighteen clinical Enterobacteriaceae h highlight including - carbapenem - resistant strains , were evaluated against ceftazidime - @DRUG$ ( 2,000 mg /500 mg ) @DRUG$ a select nine isolates infusion every 8 h . To , the impact of in , h 2 isolates were tested avibactam the neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 13 ( 2- h infusion ) .	Eighteen clinical Enterobacteriaceae isolates , including nine carbapenem - resistant strains , were evaluated against ceftazidime - @DRUG$ ( 2,000 mg /500 mg ) @DRUG$ a 2 - h infusion every 8 h . To highlight the impact avibactam 13 select isolates were tested in the neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 h ( 2- h infusion ) .	Eighteen clinical Enterobacteriaceae isolates were evaluated against ceftazidime-@DRUG$ (2,000 mg/500 mg) @DRUG$ a 2-h infusion every 8 h. To highlight the impact of avibactam, 13 select isolates were tested in	0
0	Neither trial reported function.Low-quality evidence from three trials (1136 participants) indicated there may be no difference in the incidence of acute gout attacks with @DRUG$ up to 300 mg daily versus @DRUG$ 80 mg daily over eight to 24 weeks (21% with allopurinol versus 23% with febuxostat, RR 0.89, 95% CI 0.71 to 1.1); however more participants may achieve target serum urate level (four trials; 2618 participants) with febuxostat 80 mg daily versus allopurinol 300 mg daily (38% with allopurinol versus 70% with febuxostat, RR 0.56, 95% CI 0.48 to 0.65, NNTB with febuxostat 4).	Neither trial reported operate . Low - select show from three trials ( 1136 player ) point there crataegus laevigata be no difference in the relative incidence of acute gout attacks with @DRUG$ up to 300 magnesium daily versus @DRUG$ 80 magnesium daily over eight to 24 week ( 21 % with allopurinol versus 23 % with febuxostat , RR 0.89 , 95 % curie 0.71 to 1.1 ) ; however more player crataegus laevigata attain target blood serum urate level ( four trials ; 2618 player ) with febuxostat 80 magnesium daily versus allopurinol 300 magnesium daily ( 38 % with allopurinol versus 70 % with febuxostat , RR 0.56 , 95 % curie 0.48 to 0.65 , NNTB with febuxostat 4 ) .	Neither trial reported function . % - quality there from three trials ( 1136 participants ) indicated evidence may , no difference in the % of acute gout ; with @DRUG$ up to 300 mg daily versus @DRUG$ 80 mg daily over eight to 24 weeks 0.56 with % with allopurinol versus 23 Low with febuxostat , RR 0.89 be 95 ) participants 0.71 to 1.1 ) ; febuxostat more participants may achieve target serum urate level ( four trials attacks 2618 CI with with however 80 mg daily versus allopurinol 300 mg daily ( 38 incidence with allopurinol versus % % % febuxostat , RR ( , 95 70 CI 0.48 to 0.65 , NNTB 21 febuxostat 4 ) .	Neither trial reported function . Low - quality evidence from three trials ( 1136 participants there may be difference in the incidence of acute gout with up to 300 mg daily versus @DRUG$ 80 mg daily over to 24 weeks 21 % with allopurinol versus % with febuxostat , RR 0.89 , 95 % CI to 1.1 ) ; however more participants may achieve target serum urate level ( four trials 2618 ) with 80 versus allopurinol 300 daily ( 38 % with allopurinol versus 70 % with febuxostat , 0.56 , 95 % CI 0.48 to 0.65 , NNTB with febuxostat 4 ) .	There may be no difference in the incidence of acute gout attacks with @DRUG$ up to 300 mg daily versus @DRUG$ 80 mg daily over eight to 24 weeks.	0
1	Substitution of the new diamine antibiotic SQ109 for @DRUG$ in a mouse model of chronic tuberculosis (TB) improved efficacy of combination drug therapy with first-line TB drugs rifampin and @DRUG$, with or without pyrazinamide: at 8 weeks, lung bacteria were 1.5 log10 lower in SQ109-containing regimens.	exchange of the new diamine antibiotic drug SQ109 for @DRUG$ in a mouse model of chronic tuberculosis ( TB ) improved efficacy of combination drug therapy with first- line TB drugs rifampin and @DRUG$ , with or without pyrazinamide : at 8 weeks , lung bacterium were 1.5 log10 turn down in SQ109 - stop regimens .	Substitution of the line diamine antibiotic SQ109 for @DRUG$ in a mouse model of chronic tuberculosis or TB ) improved efficacy of combination drug therapy with first- new drugs TB rifampin and @DRUG$ pyrazinamide with ( regimens , : at 8 weeks , lung bacteria were 1.5 log10 lower in SQ109 - containing without .	Substitution of the new diamine SQ109 for @DRUG$ mouse model of chronic ( TB ) improved efficacy of combination drug therapy with first- line drugs rifampin and @DRUG$ , with or without pyrazinamide : at 8 weeks lung bacteria were 1.5 log10 lower in SQ109 - containing regimens .	Substitution of the new diamine antibiotic SQ109 for @DRUG$ in a mouse model of chronic tuberculosis ( TB ) improved efficacy of combination drug therapy with first- line TB drugs rifampin and @DRUG$ , with or without pyrazinamide : at 8 weeks , lung bacteria	0
0	As well @DRUG$ blocking muscarinic receptors in the detrusor muscle, the drug also inhibits cellular @DRUG$ influx, thereby diminishing muscle spasm.	As well @DRUG$ impede muscarinic receptors in the detrusor muscle , the drug also inhibits cellular @DRUG$ influx , thereby lessen muscle spasm .	blocking well @DRUG$ As muscarinic receptors drug the detrusor muscle , the in also inhibits cellular @DRUG$ influx , thereby diminishing muscle spasm .	As well @DRUG$ blocking muscarinic receptors in the detrusor muscle , the drug also inhibits cellular @DRUG$ influx , thereby diminishing muscle spasm .	@DRUG$ blocks muscarinic receptors in the detrusor muscle, and this inhibits cellular @DRUG$ influx, thereby diminishing muscle spasm.	0
0	Unlike shorter chain FPPS inhibitors, such @DRUG$ @DRUG$, BPH-210 is also found to be a potent inhibitor of human geranylgeranyl diphosphate synthase.	Unlike short chain FPPS inhibitor , such @DRUG$ @DRUG$ , BPH - 210 is also found to be a potent inhibitor of human geranylgeranyl diphosphate synthase .	Unlike shorter chain FPPS inhibitors , such @DRUG$ @DRUG$ , 210 - BPH is to found also be a potent inhibitor of human geranylgeranyl diphosphate synthase .	Unlike shorter chain FPPS inhibitors , @DRUG$ @DRUG$ , BPH - 210 is found to be a potent inhibitor of human diphosphate synthase .	@DRUG$ is a potent inhibitor of human geranylgeranyl diphosphate synthase, while @DRUG$ is also found to be a potent inhibitor of human geranylgeranyl diphosphate synthase.	0
0	This study was designed to investigate the human absorption, disposition, and mass @DRUG$ of (14)C-@DRUG$, a novel high affinity SV2A ligand with potent anticonvulsant activity.	This contemplate was designed to investigate the human absorption , disposition , and mass @DRUG$ of ( fourteen ) C - @DRUG$ , a novel senior high school affinity SV2A ligand with potent anticonvulsant activity .	, study was designed to SV2A the human absorption , disposition This and mass @DRUG$ of ( 14 ) C - @DRUG$ , a novel high affinity investigate ligand with potent anticonvulsant activity .	This study was designed to investigate human absorption , disposition , and mass @DRUG$ of ( 14 ) C - @DRUG$ , a novel high affinity SV2A ligand with potent anticonvulsant activity .	This study was designed to investigate how well human beings absorb , dispose of , and mass-produce ( 14 ) C - @DRUG$ , a novel high affinity SV2A ligand with potent anticonvulsant activity .	1
1	Inhibition of human @DRUG$-a-go-go-related gene potassium channels by alpha 1-adrenoceptor antagonists prazosin, @DRUG$, and terazosin.	forbiddance of human @DRUG$ - a- go- go-related factor potassium channels by alpha 1 - adrenoceptor antagonists prazosin , @DRUG$ , and terazosin .	Inhibition of human @DRUG$ - a- go- go-related gene by channels potassium and 1 - adrenoceptor antagonists prazosin , @DRUG$ , alpha terazosin .	Inhibition human @DRUG$ - a- go- gene potassium channels by alpha 1 adrenoceptor antagonists prazosin , @DRUG$ , and terazosin .	@DRUG$ is inhibited by @DRUG$, which are a- go- go-related gene potassium channels that are blocked by alpha 1 - adrenoceptor antagonists prazosin, DRUGB, and terazosin.	0
0	Vitamin B12 (cyancobalamin, Cbl) has two active @DRUG$-enzyme forms, methylcobalamin (@DRUG$) and adenosylcobalamin (AdCbl).	vitamin B12 ( cyancobalamin , Cbl ) has two active agent @DRUG$ - enzyme forms , methylcobalamin ( @DRUG$ ) and adenosylcobalamin ( AdCbl ) .	Vitamin Cbl ( adenosylcobalamin , B12 ) has two active @DRUG$ - enzyme forms , methylcobalamin ( @DRUG$ ) and cyancobalamin ( AdCbl ) .	Vitamin B12 cyancobalamin , Cbl ) has two active @DRUG$ enzyme forms , methylcobalamin ( @DRUG$ ) and adenosylcobalamin ( .	Vitamin B12 ( cyancobalamin , Cbl ) has two active enzyme forms , methylcobalamin ( @DRUG$ ) and adenosylcobalamin ( AdCbl ) .	1
0	We analysed the block of inward sodium currents induced by the combination of @DRUG$, dichloro-benzylalcohol and the local anaesthetic @DRUG$.	We analysed the block of inward atomic number  currents induced by the combination of @DRUG$ , dichloro- benzylalcohol and the local anaesthetic agent @DRUG$ .	We analysed the of block the sodium currents induced by inward combination of @DRUG$ , dichloro- benzylalcohol and the local anaesthetic @DRUG$ .	We the block of inward sodium currents induced by the @DRUG$ , dichloro- benzylalcohol and the local anaesthetic @DRUG$ .	The combination of @DRUG$ and @DRUG$ blocks the inward sodium currents.	0
1	RESULTS: Of the 31 antipsychotics examined, the older traditional antipsychotics such as trifluperazine, pimozide, chlorpromazine, fluphenazine, haloperidol, and @DRUG$ bind more tightly than dopamine itself to the dopamine D2 receptor, with dissociation constants that are lower than that for @DRUG$.	RESULTS : Of the thirty one antipsychotics examined , the one time traditional antipsychotics such as trifluperazine , pimozide , chlorpromazine , fluphenazine , haldol , and @DRUG$ bind more tightly than dopamine itself to the dopamine D2 receptor , with disassociation constants that are lower than that for @DRUG$ .	, : Of the 31 as examined , the for traditional antipsychotics such antipsychotics trifluperazine , pimozide , chlorpromazine , fluphenazine than haloperidol , and @DRUG$ bind more tightly than dopamine itself to the dopamine D2 receptor RESULTS with dissociation constants that are lower , that older @DRUG$ .	RESULTS : Of the 31 antipsychotics examined , the older traditional antipsychotics as trifluperazine , pimozide chlorpromazine , fluphenazine , haloperidol , and @DRUG$ bind more tightly than dopamine itself to the dopamine D2 receptor , with dissociation constants are lower than that for @DRUG$ .	The older traditional antipsychotics such as trifluperazine, pimozide, chlorpromazine, fluphenazine, haloperidol, and @DRUG$ bind more tightly than dopamine itself to the dopamine D2 receptor, with dissociation constants that are lower than that for DR	1
0	Maximum plasma levels (57.2 +/- 29.4 @DRUG$/mL) and area under the curve of concentration versus time (43.3 +/- 11.4 micrograms.h/@DRUG$) were significantly lower after ic administration than after iv administration (352.8 +/- 287.6 ng/mL and 152.6 +/- 0.247 micrograms.h/L, respectively).	Maximum plasma levels ( 57.2 +/- 29.4 @DRUG$ / mL ) and area under the curve of concentration versus time ( 43.3 +/- 11.4 micrograms.h/ @DRUG$ ) were significantly humble after ic organisation than after four organisation ( 352.8 +/- 287.6 nanogram / mL and 152.6 +/- 0.247 micrograms.h/L , severally ) .	Maximum plasma levels ( 57.2 +/- 29.4 @DRUG$ after 11.4 ) and area under after curve of concentration versus time / 43.3 +/- mL micrograms.h/ @DRUG$ ) were significantly lower the ic administration than ( iv administration ( 352.8 +/- 287.6 ng / mL and 152.6 +/- 0.247 micrograms.h/L , respectively ) .	Maximum plasma levels 57.2 +/- 29.4 @DRUG$ / mL ) and area under the curve of versus time 43.3 +/- 11.4 micrograms.h/ @DRUG$ ) were significantly after ic administration than administration ( 352.8 +/- 287.6 ng / mL and 152.6 +/- 0.247 micrograms.h/L respectively ) .	Maximum plasma levels ( 57.2 +/- 29.4 @DRUG$ / mL ) and area under the curve of concentration versus time ( 43.3 +/- 11.4 micrograms.h/ @DRUG$ ) were significantly lower after ic administration than after iv administration ( 352.8 +/- 287	0
0	Platelet aggregation induced by 1, 20 and 50 micromol/@DRUG$ adenosine diphosphate (ADP), the stimulated expression of GP IIb/IIIa and P-selectin, and plasma @DRUG$ levels were determined.	Platelet aggregation induced by i , 20 and l micromol / @DRUG$ adenosine diphosphate ( ADP ) , the stimulated expression of GP IIb / IIIa and P-selectin , and plasma @DRUG$ levels were fix .	Platelet , induced by 1 , 20 and 50 and / @DRUG$ adenosine diphosphate ( ADP ) , the stimulated expression of GP IIb P-selectin IIIa micromol / aggregation and plasma @DRUG$ levels were determined .	Platelet aggregation induced by 1 , and 50 micromol / @DRUG$ adenosine diphosphate ( ADP ) , the stimulated expression of GP IIb / and P-selectin , and plasma @DRUG$ levels were determined .	The amount of @DRUG$ that is needed to cause platelet aggregation, the expression of GP IIb / IIIa and P-selectin, and the levels of @DRUG$ in the plasma were determined.	0
0	Thus, @DRUG$, as an adjunct to psychosocial/behavioural therapies, represents a novel advance for the management of @DRUG$-dependent patients in the postdetoxification period.	so , @DRUG$ , as an accessory to psychosocial / behavioural therapy , represents a novel advance for the management of @DRUG$ - dependent patients in the postdetoxification period .	, , @DRUG$ , as an adjunct to psychosocial / behavioural therapies Thus represents a novel advance for the management the @DRUG$ - dependent patients in postdetoxification of period .	Thus , @DRUG$ , as an adjunct to psychosocial / behavioural therapies , represents a novel advance for management of @DRUG$ - dependent patients in the postdetoxification period .	@DRUG$, when used in combination with psychosocial/behavioral therapies, represents a new and improved way of treating patients who are dependent on @DRUG$.	0
0	Men with moderate-to-severe premature ejaculation in stable, heterosexual relationships took placebo (n=870), 30 mg @DRUG$ (874), or 60 @DRUG$ dapoxetine (870) on-demand (as needed, 1-3 h before anticipated sexual activity).	Men with moderate- to- severe premature ejaculation in stable , heterosexual relationships took placebo ( n=870 ) ,  mg @DRUG$ ( 874 ) , or 60 @DRUG$ dapoxetine ( 870 ) on- demand ( as needed , 1 - trio h before anticipated intimate activeness ) .	Men anticipated moderate- to- severe premature ejaculation 3 stable , heterosexual relationships took placebo ( n=870 ) , 30 mg @DRUG$ ( 874 ) , 60 or @DRUG$ dapoxetine ( 870 ) on- demand ( as needed , 1 - in sexual before with h activity ) .	Men with moderate- severe premature ejaculation in stable , heterosexual relationships took placebo n=870 , 30 @DRUG$ ( 874 , or 60 @DRUG$ dapoxetine ( 870 ) on- demand ( as needed 1 - 3 h before anticipated sexual activity ) .	Men with moderate- to- severe premature ejaculation in stable , heterosexual relationships took placebo ( n=870 ) , 30 mg @DRUG$ ( 874 ) , or 60 @DRUG$ dapoxetine ( 870 ) on- demand ( as needed , 1 - 3 h before anticipated	0
0	Two large randomized, nonblind efficacy studies demonstrated that transdermal ethinylestradiol/@DRUG$ was as efficacious in preventing pregnancy @DRUG$ oral triphasic ethinylestradiol/levonorgestrel or oral ethinylestradiol/desogestrel.	deuce large randomise , nonblind efficacy studies establish that transdermal ethinylestradiol / @DRUG$ was as efficacious in preventing pregnancy @DRUG$ oral triphasic ethinylestradiol / levonorgestrel or oral ethinylestradiol / desogestrel .	Two demonstrated randomized ethinylestradiol in efficacy studies large that transdermal ethinylestradiol / @DRUG$ was as efficacious nonblind preventing pregnancy @DRUG$ oral triphasic ethinylestradiol / levonorgestrel or oral , / desogestrel .	Two large randomized , nonblind efficacy demonstrated that transdermal ethinylestradiol / @DRUG$ was as efficacious in preventing pregnancy @DRUG$ ethinylestradiol / levonorgestrel oral ethinylestradiol / desogestrel .	Two large randomized, nonblind efficacy studies demonstrated that transdermal ethinylestradiol/@DRUG$ was as efficacious in preventing pregnancy as oral triphasic ethinylestradiol/levonorgestrel or oral ethinylestradiol/desogestrel.	1
0	@DRUG$ is selective for the I(@DRUG$) current and exerts significant inhibition of this current and heart rate reduction at concentrations that do not affect other cardiac ionic currents.	@DRUG$ is selective for the I ( @DRUG$ ) stream and exerts significant inhibition of this stream and heart value reduction at concentrations that do not affect other cardiac classical greek currents .	@DRUG$ is selective for the I ( @DRUG$ reduction ionic and exerts significant ) of this current and heart rate inhibition at concentrations that do not affect other cardiac current currents .	@DRUG$ is selective for the I ( @DRUG$ ) current and exerts significant inhibition of this current and heart rate reduction at concentrations that not affect other cardiac ionic currents	@DRUG$ selectively inhibits the @DRUG$ current, and this inhibition results in a reduction in heart rate.	0
1	It is concluded that:1) Cholinergic mechanisms in the rat brain are involved in the central action of @DRUG$ and of some MAO-I., 3) Cholinergic function of the brain may be modulated by the adrenergic activity, 2) Individual parts of the brain have different susceptibility to the influence of different MAO-I on the @DRUG$-E activity.	It is concluded that : ane ) Cholinergic mechanism in the rat brain are involved in the central action of @DRUG$ and of some monoamine oxidase - I. , triplet ) Cholinergic function of the brain whitethorn be modulated by the adrenergic activity , 2 ) Individual parts of the brain have unlike susceptibility to the influence of unlike monoamine oxidase - I on the @DRUG$ -E activity .	It is concluded that : 1 brain Cholinergic mechanisms of the rat brain central involved in the are action of @DRUG$ and of 3 MAO - I. , some ) Cholinergic function of the ) may be modulated ) the adrenergic activity , 2 I Individual parts of the brain have different susceptibility to the influence in different MAO - by on the @DRUG$ -E activity .	It is concluded that : 1 ) Cholinergic mechanisms in the rat brain involved in the action of @DRUG$ and of some MAO - I. , 3 ) Cholinergic of the brain may be by the adrenergic activity , 2 ) Individual parts the brain have different susceptibility to the influence of different MAO - I on @DRUG$ -E activity .	The cholinergic mechanisms in the rat brain are involved in the central action of @DRUG$ and of some MAO inhibitors. The cholinergic function of the brain may be modulated by the adrenergic activity. Individual parts of the brain have different susceptibility to the influence of different MAO inhibitors	1
0	The crystallographically determined structures of @DRUG$, potassium, rubidium, and hydronium ion complexes of @DRUG$ are in excellent agreement with the nmr structure determination of the cesium ion gramicidin complex in a methanol chloroform mixture (50 : 50).	The crystallographically determined structures of @DRUG$ , k , rubidium , and hydronium ion complexes of @DRUG$ are in fantabulous agreement with the nmr social organization determination of the cesium ion gramicidin complex in a methanol trichloromethane mixture ( 50 : 50 ) .	methanol crystallographically mixture structures of @DRUG$ , ion , rubidium , and hydronium ion complexes of @DRUG$ are in excellent agreement with the nmr structure 50 of the cesium potassium gramicidin complex in a The chloroform determined ( 50 : determination ) .	The crystallographically determined structures of @DRUG$ , potassium , , and hydronium ion complexes of @DRUG$ are in agreement with the structure determination of the cesium ion gramicidin complex in a methanol chloroform mixture ( 50 : 50 ) .	The crystallographically determined structures of @DRUG$ and @DRUG$ are in excellent agreement with the nmr structure determination of the cesium ion gramicidin complex in a methanol chloroform mixture ( 50 : 50 ) .	0
0	Several effective drugs with less than 3 trials included: 3 ace inhibitors (enalapril, lisinopril, @DRUG$), two @DRUG$ receptor blockers (candesartan, telmisartan), two anticonvulsants (lamotrigine, levetiracetam), and several beta-blockers (atenolol, bisoprolol, timolol).	Several in effect drugs with le than 3 trials include : 3 ace inhibitors ( enalapril , zestril , @DRUG$ ) , two @DRUG$ receptor blockers ( candesartan , telmisartan ) , two anticonvulsants ( lamotrigine , levetiracetam ) , and several beta-blockers ( tenormin , bisoprolol , timolol ) .	Several than drugs with less , 3 trials receptor : anticonvulsants ace inhibitors ( enalapril , lisinopril ) @DRUG$ ) , two @DRUG$ included blockers ( candesartan , telmisartan , , two 3 ( lamotrigine effective levetiracetam ) , and several beta-blockers ( atenolol , bisoprolol , timolol ) .	Several effective drugs with less than 3 trials included : 3 ace inhibitors enalapril , lisinopril , @DRUG$ , @DRUG$ blockers ( candesartan , telmisartan ) , two ( lamotrigine , levetiracetam ) , several beta-blockers ( atenolol , bisoprolol ) .	There are several effective drugs that are less than 3 trials included. These drugs are 3 ace inhibitors ( enalapril , lisinopril , and @DRUG$ ), 2 @DRUG$ receptor blockers ( candesartan , telmisartan ), 2 anticonvulsants ( lam	0
0	[The comparative influence of pyrazidol, @DRUG$ and other antidepressant monoamine oxidase inhibitors on the pressor effect of @DRUG$].	[ The comparative shape of pyrazidol , @DRUG$ and other antidepressant monoamine oxidase inhibitors on the vasoconstrictive effect of @DRUG$ ] .	on The comparative influence of pyrazidol , @DRUG$ and other antidepressant monoamine oxidase inhibitors [ the pressor effect of @DRUG$ ] .	[ The comparative influence of pyrazidol , @DRUG$ and other antidepressant monoamine oxidase inhibitors on the pressor effect of @DRUG$ ] .	Pyrazidol has a greater comparative influence on the pressor effect of @DRUG$ than other antidepressant monoamine oxidase inhibitors.	1
0	This includes the tricyclic antidepressant amitriptyline, all selective serotonin reuptake inhibitors (SSRIs) reviewed (paroxetine, citalopram, sertraline, and fluoxetine), the newer antidepressants atomoxetine and @DRUG$, pergolide, @DRUG$ as well as repetitive transcranial magnetic stimulation (rTMS) for the treatment of depression or depressive symptoms; methylphenidate and modafinil for the treatment of fatigue; amantadine for the treatment of pathological gambling; donepezil, galantamine, and memantine for the treatment of dementia; quetiapine for the treatment of psychosis; fludrocortisone and domperidone for the treatment of orthostatic hypotension; sildenafil for the treatment of erectile dysfunction, ipratropium bromide spray for the treatment of sialorrhea; levodopa/carbidopa controlled release (CR), pergolide, eszopiclone, melatonin 3 to 5 mg and melatonin 50 mg for the treatment of insomnia and modafinil for the treatment of excessive daytime sleepiness.	This includes the tricyclic antidepressant drug amitriptyline , all selective serotonin reuptake inhibitors ( SSRIs ) reviewed ( paroxetine , citalopram , sertraline , and fluoxetine ) , the newfangled antidepressants atomoxetine and @DRUG$ , pergolide , @DRUG$ as well as repetitious transcranial magnetic input ( rTMS ) for the discussion of slump or depressive symptom ; methylphenidate and modafinil for the discussion of fatigue ; amantadine for the discussion of pathologic gambling ; donepezil , galantamine , and memantine for the discussion of dementia ; quetiapine for the discussion of psychosis ; fludrocortisone and domperidone for the discussion of orthostatic hypotension ; sildenafil for the discussion of cavernous disfunction , ipratropium commonplace atomiser for the discussion of sialorrhea ; levodopa / carbidopa verify release ( CR ) , pergolide , eszopiclone , melatonin tercet to 5 mg and melatonin 50 mg for the discussion of insomnia and modafinil for the discussion of extravagant daytime sleepiness .	This includes the tricyclic antidepressant amitriptyline , all carbidopa serotonin reuptake inhibitors ) SSRIs ) reviewed ( paroxetine , of , sertraline , release fluoxetine ( , the newer antidepressants atomoxetine and @DRUG$ , pergolide , @DRUG$ as well as repetitive transcranial magnetic stimulation ( rTMS ) for the ; of depression or depressive symptoms ; methylphenidate and modafinil for domperidone treatment citalopram fatigue treatment amantadine for ; treatment of pathological gambling ; donepezil , galantamine , and memantine for the treatment of dementia ; quetiapine for the daytime of psychosis ; fludrocortisone the for for of treatment of orthostatic hypotension ; sildenafil for for treatment the erectile dysfunction , ipratropium bromide spray and the treatment of sialorrhea the levodopa / selective controlled and ( CR ) , pergolide , eszopiclone , melatonin 3 to 5 mg and melatonin 50 mg for the treatment of insomnia and modafinil the the treatment of excessive treatment sleepiness .	includes the tricyclic antidepressant amitriptyline , all selective serotonin reuptake inhibitors ( ) reviewed ( paroxetine , citalopram , sertraline , and fluoxetine ) , the newer antidepressants atomoxetine and @DRUG$ , pergolide , @DRUG$ as well repetitive transcranial magnetic stimulation rTMS ) the treatment of or depressive symptoms ; methylphenidate and for the of ; amantadine for the treatment of pathological gambling ; donepezil , galantamine , and memantine for the treatment of dementia ; quetiapine for of ; fludrocortisone and domperidone for the treatment of orthostatic hypotension ; sildenafil for the treatment of erectile dysfunction , ipratropium bromide for the treatment of sialorrhea ; levodopa / carbidopa controlled release ( CR ) , pergolide , eszopiclone , melatonin 3 to 5 and melatonin 50 mg for the treatment of insomnia and modafinil the treatment of excessive sleepiness	@DRUG$ is a newer antidepressant that is similar to @DRUG$, which is a tricyclic antidepressant. Both of these medications are used to treat depression.	0
0	METHODS: We randomly assigned 565 adult outpatients who had nonpsychotic major depressive disorder without remission despite a mean of 11.9 weeks of citalopram therapy (mean final dose, 55 mg per day) to receive sustained-release bupropion (at a dose of up to 400 @DRUG$ per day) @DRUG$ augmentation and 286 to receive buspirone (at a dose of up to 60 mg per day) as augmentation.	METHODS : We randomly allot 565 pornographic outpatients who had nonpsychotic major depressive disquiet without remission despite a intend of 11.9 weeks of citalopram therapy ( intend final dose , 55 mg per day ) to pick up sustained - release bupropion ( at a dose of up to  @DRUG$ per day ) @DRUG$ augmentation and 286 to pick up buspirone ( at a dose of up to  mg per day ) as augmentation .	day assigned We randomly weeks 565 adult outpatients major had of who depressive disorder without remission at a mean of 11.9 : despite citalopram therapy ( mean final dose , 55 mg per day ) to receive sustained - release bupropion ( at a dose of up to 400 @DRUG$ per METHODS ) @DRUG$ augmentation and 286 to receive buspirone ( of a dose nonpsychotic up to 60 mg per day ) as augmentation .	METHODS : We randomly assigned 565 adult outpatients who had depressive disorder without remission despite a of 11.9 weeks of citalopram therapy ( mean dose , 55 mg per day ) to receive sustained - release bupropion ( at a dose of up to 400 @DRUG$ per day ) @DRUG$ augmentation and 286 to receive buspirone ( at a dose of up to 60 mg per day ) as augmentation .	We randomly assigned 565 adult outpatients who had nonpsychotic major depressive disorder without remission despite a mean of 11.9 weeks of citalopram therapy ( mean final dose , 55 mg per day ) to receive sustained - release bupropion ( at a dose of up to 400 DR	1
1	Epratuzumab was given at 360 @DRUG$/m2 intravenously over 60 minutes followed by infusion of 375 mg/m2 @DRUG$, weekly for 4 consecutive weeks.	Epratuzumab was given at 360 @DRUG$ / m2 intravenously over  minutes followed by infusion of 375 mg / m2 @DRUG$ , weekly for 4 consecutive hebdomad .	Epratuzumab of given at 360 @DRUG$ / m2 intravenously over 60 minutes followed by infusion 4 375 mg / m2 @DRUG$ , weekly for was consecutive weeks .	Epratuzumab was given at 360 @DRUG$ / intravenously over 60 minutes followed by infusion of 375 mg / m2 @DRUG$ , weekly for 4 consecutive weeks .	Epratuzumab was given at 360 @DRUG$ / m2 intravenously over 60 minutes followed by infusion of 375 mg / m2 @DRUG$ , weekly for 4 consecutive weeks .	0
1	As a component of 3-drug regimens in direct comparative studies, @DRUG$ was at least as effective as @DRUG$, pantoprazole, bismuth compounds and ranitidine.	As a component of 3 - drug regimens in direct comparative examine , @DRUG$ was at least as effective as @DRUG$ , pantoprazole , bismuth intensify and ranitidine .	As a component of 3 - drug regimens at direct comparative studies , @DRUG$ was in bismuth as effective as @DRUG$ , pantoprazole , least compounds and ranitidine .	As a component of 3 - drug regimens in direct comparative studies , @DRUG$ was as effective as @DRUG$ , pantoprazole , bismuth compounds and ranitidine .	@DRUG$ is just as effective as @DRUG$ in treating stomach ulcers.	0
0	Postoperative bemiparin 3500 anti-Xa IU/day for 10 days was as effective @DRUG$ @DRUG$ 4000 anti-Xa IU/day for 10 days commenced 12 hours before surgery in high-risk patients undergoing total knee replacement.	Postoperative bemiparin 3500 anti-Xa IU / day for 10 days was as effective @DRUG$ @DRUG$ 4000 anti-Xa IU / day for 10 days start up 12 hours before operating room in high- take a chance patients undergoing total knee replacement .	Postoperative bemiparin 3500 risk IU / day for 10 days was as effective @DRUG$ @DRUG$ 4000 anti-Xa IU / day 10 patients days commenced 12 hours before surgery in high- anti-Xa for undergoing total knee replacement .	Postoperative bemiparin 3500 anti-Xa IU / day for 10 days was as effective @DRUG$ @DRUG$ 4000 anti-Xa IU / day for 10 days commenced 12 hours before surgery in risk patients undergoing total knee replacement .	Postoperative bemiparin 3500 anti-Xa IU / day for 10 days was as effective as @DRUG$ 4000 anti-Xa IU / day for 10 days commenced 12 hours before surgery in high- risk patients undergoing total knee replacement .	1
0	The recommended dosage of @DRUG$ DF in adults is 300 mg/@DRUG$ PO; pharmacokinetic and efficacy studies in children are ongoing.	The recommended dosage of @DRUG$ DF in grownup is 300 mg / @DRUG$ PO ; pharmacokinetic and efficaciousness studies in children are ongoing .	The ongoing dosage of @DRUG$ DF in adults is 300 mg / @DRUG$ PO ; pharmacokinetic and efficacy studies in are children recommended .	The dosage of @DRUG$ DF in adults is 300 mg / @DRUG$ PO ; pharmacokinetic and efficacy studies in children are ongoing .	The recommended dosage of @DRUG$ DF in adults is 300 mg / @DRUG$ PO ; pharmacokinetic and efficacy studies in children are ongoing ."DRUGA is a drug, and DRUGB is the dosage of that drug.	0
0	The 15 most frequently positive allergens were nickel sulfate (19.0%), Myroxilon pereirae (balsam of Peru, 11.9%), fragrance mix I (11.5%), quaternium-15 (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), @DRUG$ dichromate (4.8%), carba mix (3.9%), @DRUG$ mix (3.9%), diazolidinylurea (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The  most frequently plus allergen were atomic number  sulphate ( 19.0 % ) , Myroxilon pereirae ( balsam of peru , 11.9 % ) , perfume mix I ( 11.5 % ) , quaternium -  ( 10.3 % ) , neobiotic ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , atomic number  chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , @DRUG$ dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , @DRUG$ mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and ii - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive ) were % sulfate ( ) ( ) , Myroxilon % ( , of Peru , 11.9 % ) , fragrance mix I ( carba ) ) , quaternium - 15 ( 10.3 % ) , neomycin ( 10.0 % ) , ( bacitracin 9.2 % ) , formaldehyde ( 9.0 pereirae ) balsam cobalt chloride ( 8.4 nickel ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , @DRUG$ dichromate ( 4.8 % 19.0 3.7 11.5 mix ( 3.9 % ) , @DRUG$ mix % 3.9 % allergens , diazolidinylurea ( , % % , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	15 most frequently positive allergens nickel sulfate ( 19.0 % , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) , neomycin ( 10.0 % ) , bacitracin ( 9.2 % ) , formaldehyde ( 9.0 % ) , cobalt chloride ( 8.4 % ) methyldibromoglutaronitrile phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( % ) , @DRUG$ dichromate % ) , carba mix ( 3.9 % ) , @DRUG$ mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) ,	1
0	Topical therapies, such @DRUG$ benzoyl peroxide, retinoids, antibiotics with alcohol-based preparations, and @DRUG$, can cause skin irritation resulting in a lack of patient adherence.	Topical therapies , such @DRUG$ benzoyl peroxide , retinoids , antibiotics with alcohol- based preparations , and @DRUG$ , can causal agency skin discomfort resulting in a lack of patient adhesiveness .	Topical therapies such , @DRUG$ benzoyl peroxide in retinoids , antibiotics based alcohol- with preparations , and @DRUG$ , can cause skin irritation resulting , a lack of patient adherence .	therapies , such @DRUG$ benzoyl peroxide , retinoids , antibiotics with alcohol- based preparations and @DRUG$ , can cause skin resulting in a lack of patient .	Topical therapies, such as benzoyl peroxide, retinoids, antibiotics with alcohol-based preparations, and @DRUG$, can cause skin irritation resulting in a lack of patient adherence.	1
0	Plasma concentrations of [14C] were slightly higher than those of the summed concentrations of known analytes @DRUG$, the active N-desmethyl metabolite (183C91), the inactive N-oxide (1652W92) and indole @DRUG$ (2161W92) metabolites, which accounted for 86% of total plasma radioactivity.	Plasma immersion of [ 14C ] were somewhat higher than those of the summed immersion of known analytes @DRUG$ , the active N-desmethyl metabolite ( 183C91 ) , the inactive N-oxide ( 1652W92 ) and indole @DRUG$ ( 2161W92 ) metabolite , which calculate for 86 % of add together plasma radioactivity .	Plasma concentrations of [ 14C ] inactive slightly higher than those of the summed concentrations of known analytes @DRUG$ ) the N-desmethyl active ( ( 183C91 total , the were N-oxide ( 1652W92 , and indole @DRUG$ metabolite 2161W92 ) metabolites , which accounted for 86 % of ) plasma radioactivity .	Plasma concentrations of [ 14C ] were slightly higher than those of the summed concentrations of known analytes @DRUG$ , the active N-desmethyl metabolite 183C91 ) the inactive N-oxide ( 1652W92 ) and indole @DRUG$ ( 2161W92 ) metabolites , accounted for 86 % of total plasma .	The concentrations of [ 14C ] were slightly higher than those of the summed concentrations of the known analytes @DRUG$ and the active N-desmethyl metabolite ( 183C91 ) , the inactive N-oxide ( 1652W92 ) and indole @DRUG$ metabolites .	0
0	Twelve clinical trials evaluate PEG efficacy versus placebo, eight versus lactulose, six are dose studies, five compare polyethylene glycol with and without electrolytes, two compare its efficacy with respect to @DRUG$ of magnesia, and the rest of the trials evaluate polyethylene glycol with enemas (two), psyllium (one), tegaserod (one), @DRUG$ (one), paraffin oil (one), fiber combinations (one) and Descurainia sophia (one).	Twelve clinical run evaluate nail down efficacy versus placebo , ogdoad versus lactulose , sextuplet are lucy in the sky with diamonds studies , quintuplet compare polyethylene glycol with and without electrolytes , two compare its efficacy with respect to @DRUG$ of magnesia , and the rest of the run evaluate polyethylene glycol with enemas ( two ) , spanish psyllium ( one ) , tegaserod ( one ) , @DRUG$ ( one ) , paraffin oil ( one ) , fiber combining ( one ) and Descurainia sophia ( one ) .	Twelve clinical trials evaluate PEG efficacy versus placebo , without ) lactulose , six are dose studies , five compare polyethylene glycol with magnesia eight electrolytes , ) compare its efficacy with respect to @DRUG$ of and , and the rest of the trials evaluate , glycol with enemas ( two ) , psyllium ( one ) , tegaserod ( one ) , @DRUG$ ( one versus , paraffin oil ( one ) polyethylene ( combinations ( one ) and Descurainia sophia fiber one two .	clinical trials evaluate PEG efficacy versus placebo , eight versus lactulose , six are dose studies , five compare polyethylene glycol with and without electrolytes , compare its efficacy respect to @DRUG$ magnesia , and the rest of the trials evaluate glycol with enemas two ) , psyllium ( one ) , tegaserod ( one ) , @DRUG$ ( one ) , oil one ) , fiber combinations ( one ) and Descurainia sophia ( one ) .	Twelve clinical trials evaluate PEG efficacy versus placebo , eight versus lactulose , six are dose studies , five compare polyethylene glycol with and without electrolytes , two compare its efficacy with respect to @DRUG$ of magnesia , and the rest of the trials evaluate polyethylene gly	1
0	@DRUG$ is a gene-activated human recombinant glucocerebrosidase being developed by Shire Human Genetic Therapies Inc @DRUG$ an enzyme replacement therapy for type 1 GD.	@DRUG$ is a gene-activated human recombinant glucocerebrosidase being developed by Shire Human Genetic Therapies Inc @DRUG$ an enzyme replacement therapy for case 1 atomic number  .	@DRUG$ is a gene-activated human recombinant glucocerebrosidase being developed Genetic Shire GD by Therapies Inc @DRUG$ an enzyme replacement therapy for type 1 Human .	@DRUG$ is a gene-activated human recombinant glucocerebrosidase being developed by Shire Human Genetic Therapies Inc @DRUG$ an enzyme replacement therapy for type 1 GD .	@DRUG$ is a gene-activated human recombinant glucocerebrosidase being developed by Shire Human Genetic Therapies Inc. @DRUG$ is an enzyme replacement therapy for type 1 GD.	0
0	One hour oral pre-treatment with @DRUG$ (400 mg kg-1) increased rat striatal @DRUG$ turnover by increasing the levels of its major metabolites (DOPAC and HVA) three-fold.	ane minute oral pre-treatment with @DRUG$ ( 400 mg kg - 1 ) increased strikebreaker striatal @DRUG$ turnover by increasing the levels of its major metabolites ( DOPAC and HVA ) three - fold .	One hour ) pre-treatment with @DRUG$ ( 400 mg kg - 1 ) increased rat striatal @DRUG$ turnover by increasing the levels oral its major metabolites ( DOPAC and three of HVA - fold .	hour oral pre-treatment with @DRUG$ ( 400 mg kg - 1 ) increased rat @DRUG$ turnover by increasing the levels of its major metabolites ( DOPAC and ) three - fold .	One hour oral pre-treatment with @DRUG$ ( 400 mg kg - 1 ) increased rat striatal @DRUG$ turnover by increasing the levels of its major metabolites ( DOPAC and HVA ) three - fold ."This means that if you take DRUGA, it will increase	0
0	BACKGROUND: Current evaluation of suspected allergic contact dermatitis to lanolin includes patch testing to @DRUG$ @DRUG$ (30% in petrolatum).	BACKGROUND : Current evaluation of suspect allergic contact dermatitis to wool grease includes patch testing to @DRUG$ @DRUG$ ( 30 % in petrolatum ) .	Current : BACKGROUND evaluation of suspected allergic includes dermatitis to lanolin contact patch testing to @DRUG$ @DRUG$ ( 30 % in petrolatum ) .	BACKGROUND Current of suspected allergic contact dermatitis to patch testing to @DRUG$ @DRUG$ ( 30 % in petrolatum ) .	If you are suspected of having an allergic reaction to lanolin, you will be patch tested with both @DRUG$ and @DRUG$.	0
0	CONCLUSION: There was no significant benefit of @DRUG$ plus sennosides compared with placebo plus @DRUG$ in managing constipation in hospice patients.	CONCLUSION : There was no significant benefit of @DRUG$ positive sennosides compared with placebo positive @DRUG$ in grapple constipation in hospice patients .	CONCLUSION : There was patients significant benefit plus @DRUG$ of sennosides compared with placebo plus @DRUG$ in managing constipation in hospice no .	CONCLUSION : There was no benefit of @DRUG$ plus sennosides compared with placebo plus @DRUG$ managing constipation in hospice patients .	There was no significant benefit of @DRUG$ plus sennosides compared with placebo plus @DRUG$ in managing constipation in hospice patients.	0
0	Single 10 mg and 20 mg doses of epinastine were @DRUG$ effective as @DRUG$ given twice daily, and significantly more effective than placebo 24 h after drug administration (i.e. 12 h after the second dose of terfenadine).	Single 10 mg and twenty mg doses of epinastine were @DRUG$ effective as @DRUG$ given doubly daily , and significantly more effective than placebo twenty four h after drug administration ( i.e.  h after the second dose of terfenadine ) .	Single 10 mg and 20 mg doses h epinastine and @DRUG$ effective as @DRUG$ of twice daily , significantly were more effective than placebo 24 h after drug administration ( i.e. 12 of after the second dose given terfenadine ) .	Single 10 mg and 20 doses of epinastine were @DRUG$ effective as @DRUG$ given twice daily , and significantly more effective than placebo 24 h after drug administration ( i.e. 12 h after second dose of terfenadine ) .	@DRUG$ is more effective than @DRUG$ when given twice daily.	0
0	After administration of high doses of @DRUG$, however, formation of [14C]CO2 from [1-14C]palmitic acid became inhibited as well, transiently after 0.25 mmol/kg and durably (greater than 24 hr) after 0.75 mmol/kg i.p. Hepatic triglycerides were increased 24 hr after administration of 0.75 mmol/kg i.p. of tianeptine, but not after 0.25 mmol/kg i.p. Microvesicular steatosis of the liver was observed in some mice after 0.75 mmol/kg i.p., but not after 0.5 mmol/kg i.@DRUG$.	After administration of high state department of @DRUG$ , notwithstanding , formation of [ 14C ] carbonic acid gas from [ 1 - 14 C ] palmitic acid became conquer as well , transiently after 0.25 mmol / kg and durably ( nifty than two dozen hour ) after 0.75 mmol / kg i.p. hepatic triglyceride were increased two dozen hour after administration of 0.75 mmol / kg i.p. of tianeptine , but not after 0.25 mmol / kg i.p. Microvesicular steatosis of the liver was observed in some mouse after 0.75 mmol / kg i.p. , but not after 0.5 mmol / kg i.@DRUG$ .	After administration of 0.75 in of @DRUG$ , however , the of [ 14C ] CO2 from [ 1 were 14 transiently ] formation acid became inhibited as well , C after 0.25 kg / some and durably ( greater than 24 hr ) after mmol mmol / kg i.p. Hepatic triglycerides - increased 24 hr after administration of 0.75 mmol / kg i.p. of tianeptine , but not after 0.25 mmol / kg i.p. Microvesicular steatosis not palmitic liver was observed doses 0.75 mice after high mmol / kg i.p. , but of after 0.5 mmol / kg i.@DRUG$ .	After of high doses @DRUG$ , however , formation of [ ] CO2 from [ 1 - 14 C ] palmitic acid became inhibited as well , transiently after 0.25 mmol / kg and durably ( greater than 24 hr after mmol i.p. Hepatic triglycerides were hr after administration of 0.75 mmol / kg i.p. of tianeptine , but not 0.25 mmol / kg i.p. Microvesicular steatosis of liver was observed in some after 0.75 mmol / kg i.p. , but not after mmol kg i.@DRUG$ .	After administration of high doses of @DRUG$, formation of [14C] CO2 from [1-14C] palmitic acid became inhibited as well, transiently after 0.25 mmol/kg and durably (greater than 24 hr) after 0.75 mmol/kg	1
0	Blood pressure and heart rate decreased significantly after 4 weeks of treatment with @DRUG$ hydrochloride (@DRUG$ < 0.05).	Blood pressing and heart order decreased significantly after 4 weeks of treatment with @DRUG$ hydrochloride ( @DRUG$ < 0.05 ) .	Blood pressure of heart rate decreased and after 4 weeks significantly treatment with @DRUG$ hydrochloride ( @DRUG$ < 0.05 ) .	Blood pressure and heart rate significantly after 4 weeks of treatment @DRUG$ hydrochloride ( @DRUG$ < 0.05 .	Blood pressure and heart rate decreased significantly after 4 weeks of treatment with @DRUG$ hydrochloride ( @DRUG$ was significantly less than 0.05 ) .	0
0	For the reference formulation, Cmax and AUC values were higher for (+)S-chlorpheniramine ((+)S-CPAM) compared to (-)R-@DRUG$ ((-)R-CPAM) (13.3 vs. 6.8 ng/ml and 409 vs. 222 @DRUG$/ml/h, respectively) while Clt/F and Vd/F were lower (9.8 vs. 17.6 l/h and 321 vs. 627 l, respectively).	For the reference formulation , Cmax and united self defense force of colombia prize were higher for ( + ) S- chlorpheniramine ( ( + ) S - CPAM ) liken to ( -) R- @DRUG$ ( (-) R- CPAM ) ( 13.3 vs. 6.8 ng / ml and 409 vs. 222 @DRUG$ / ml/h , severally ) while Clt / f and venereal disease / f were lower ( 9.8 vs. 17.6 l/h and 321 vs. 627 lambert , severally ) .	For the reference formulation , Cmax and AUC values + higher for ( were ) S- chlorpheniramine ( ) + ) S - CPAM ) l to 627 -) R- @DRUG$ ( (-) R- CPAM ) ( 13.3 vs. 6.8 ng / ml and 409 vs. 222 @DRUG$ , ml/h , respectively ( while Clt / / vs. Vd F F were lower ( 9.8 vs. 17.6 l/h and 321 and ( compared / respectively ) .	For the reference formulation , Cmax and AUC values were higher for ( + ) S- chlorpheniramine ( ( + S CPAM ) to ( -) R- @DRUG$ ( (-) R- CPAM ) ( 13.3 6.8 ng / ml and 409 vs. 222 @DRUG$ / ml/h , respectively ) while Clt / F and / F were lower ( 9.8 vs. 17.6 l/h and 321 627 l , respectively ) .	For the reference formulation, Cmax and AUC values were higher for (+) S-chlorpheniramine ( (+) S-CPAM) compared to (–) R-@DRUG$ ( (–) R-CPAM) (13.3 vs. 6.8 ng/	1
0	A total of 480 1-day-old Hybro broiler chickens were divided into five treatment groups (A: unmedicated control, B: maduramicin, C: @DRUG$ + tiamulin, D: monensin + tiamulin and E: @DRUG$) to study the effect on performance parameters, organ weights, blood haematology and biochemistry, and histopathology of liver and selected striated muscles, when maduramicin at 5 parts/10(6) and monensin at 100 parts/10(6) were included in feed in starter and grower periods, and tiamulin 9 in water at 270 parts/10(6) the recommended therapeutic level, from day 28 to 31.	antiophthalmic factor summate of 480 1 - day- old Hybro broiler chickens were divided into five treatment groups ( antiophthalmic factor : unmedicated control , B : maduramicin , ascorbic acid : @DRUG$ + tiamulin , ergocalciferol : monensin + tiamulin and eastward : @DRUG$ ) to study the effect on performance parameters , organ weights , blood haematology and biochemistry , and histopathology of liver colored and selected striated muscles , when maduramicin at 5 parts / x ( 6 ) and monensin at 100 parts / x ( 6 ) were included in feed in starter and grower geological period , and tiamulin 9 in body of water at 270 parts / x ( 6 ) the recommend therapeutic level , from clarence day xxviii to 31 .	A total of groups 1 10 day- old Hybro broiler chickens were divided into five treatment water ( monensin : unmedicated control , grower at maduramicin , , in @DRUG$ + tiamulin , D : monensin + tiamulin and E feed @DRUG$ ) to study the effect on performance parameters , organ weights , blood haematology and biochemistry , and histopathology of liver and selected striated muscles , when maduramicin at 5 parts / 10 ( 6 ) and A at B parts / - ( 6 ) were included : : in starter and 100 periods , and 31 9 in 480 : 270 parts / 10 ( 6 ) the recommended therapeutic level C from day 28 to tiamulin .	A total of 480 1 - day- Hybro broiler chickens were divided into five treatment groups ( A : unmedicated control , : maduramicin , C : @DRUG$ + tiamulin , D : monensin + tiamulin and E : @DRUG$ ) to study the effect on performance parameters , organ weights , blood haematology and biochemistry , and histopathology of and selected striated , when maduramicin at 5 parts 10 ( 6 ) and monensin at 100 parts / 10 ( 6 ) included in feed starter and grower periods , and tiamulin 9 in water at 270 parts / 10 ( 6 ) the recommended therapeutic level , from day 28 to .	When maduramicin at 5 parts / 10 ( 6 ) and monensin at 100 parts / 10 ( 6 ) were included in feed in starter and grower periods, and tiamulin 9 in water at 270 parts / 10 ( 6 ) the recommended therapeutic level, from day 28 to	1
0	SLV308 binds to @DRUG$ D(2), D(3), and D(4) receptors and 5-HT(1) (A) receptors and is a partial agonist at dopamine @DRUG$(2) and D(3) receptors and a full agonist at serotonin 5-HT(1) (A) receptors.	SLV308 binds to @DRUG$ D ( 2 ) , D ( ternion ) , and D ( 4 ) receptor and 5 - HT ( ace ) ( A ) receptor and is a partial derivative agonist at intropin @DRUG$ ( 2 ) and D ( ternion ) receptor and a full agonist at  hydroxytryptamine 5 - HT ( ace ) ( A ) receptor .	1 binds to @DRUG$ D ( and ) HT D ( 3 - , 2 D ( 4 ( receptors and 5 ) HT ( 1 ) ( A ) receptors and is a partial agonist at dopamine @DRUG$ ( 2 ) and D ( 3 ) receptors and a full agonist at serotonin 5 ) , ( SLV308 - ) A ) receptors .	binds to @DRUG$ D ( 2 ) , D ( 3 ) , and D ( 4 ) receptors and 5 - ( 1 ) ( A receptors and is a partial agonist at dopamine @DRUG$ ( 2 ) and D ( 3 ) receptors and a full agonist at serotonin 5 - HT ( 1 ) A ) receptors .	SLV308 binds to @DRUG$ receptors and is a partial agonist at dopamine receptors and a full agonist at serotonin receptors.	1
0	The blockade of serotonin (5-HT) and @DRUG$ (NE) transporters in vitro and in vivo by the dual @DRUG$/NE reuptake inhibitors duloxetine and venlafaxine was compared.	The blockade of serotonin ( quint - HT ) and @DRUG$ ( atomic number  ) transporters in vitro and in vivo by the dual @DRUG$ / atomic number  reuptake inhibitors duloxetine and venlafaxine was liken .	The blockade of serotonin ( was - HT ( and @DRUG$ ) NE ) transporters in vitro 5 in vivo by the dual @DRUG$ / NE reuptake inhibitors duloxetine and venlafaxine and compared .	blockade of serotonin ( 5 - HT ) and @DRUG$ ( NE ) transporters in vitro and in vivo by the dual @DRUG$ / NE reuptake inhibitors duloxetine and venlafaxine was compared .	The dual @DRUG$ / NE reuptake inhibitors duloxetine and venlafaxine block serotonin ( 5 - HT ) and @DRUG$ ( NE ) transporters in vitro and in vivo.	0
0	In ICS samples, GnRH was elevated consistently only after @DRUG$ and @DRUG$ had reached peak levels.	In ICS samples , GnRH was elevated systematically only after @DRUG$ and @DRUG$ had reached peak levels .	In ICS samples only GnRH was elevated consistently , after @DRUG$ and @DRUG$ had reached peak levels .	In ICS samples , GnRH was elevated only after @DRUG$ @DRUG$ had reached peak levels .	GnRH was elevated consistently only after @DRUG$ and @DRUG$ had reached peak levels.	0
0	Based on the kinetic characteristics of the parent drug and its metabolite, @DRUG$ can be regarded @DRUG$ a short-acting benzodiazepine, with elimination kinetics between those of short-intermediate derivatives and ultra-rapidly eliminated benzodiazepines.	establish on the kinetic characteristics of the nurture drug and its metabolite , @DRUG$ can be regarded @DRUG$ a short-acting benzodiazepine , with excreting kinetics between those of short- intermediate derivatives and ultra-rapidly eliminated benzodiazepines .	Based on the kinetic characteristics and derivatives parent drug and its metabolite , @DRUG$ can be regarded @DRUG$ a short-acting benzodiazepine , with elimination kinetics between those of short- intermediate the of ultra-rapidly eliminated benzodiazepines .	Based on the kinetic characteristics of the parent drug and its , @DRUG$ can be regarded @DRUG$ a short-acting benzodiazepine , with elimination kinetics between those of short- intermediate derivatives and ultra-rapidly eliminated benzodiazepines .	@DRUG$ is a short-acting benzodiazepine, with elimination kinetics between those of short-intermediate derivatives and ultra-rapidly eliminated benzodiazepines.	1
0	Percentage probabilities of attaining the free-drug plasma AUC:@DRUG$ target for the @DRUG$ endpoint at the SP MIC99 were 100% for each regimen.	Percentage probabilities of attaining the free-drug blood plasma united self defense group of colombia : @DRUG$ target for the @DRUG$ endpoint at the SP MIC99 were 100 % for each regimen .	at probabilities of attaining the free-drug plasma AUC : @DRUG$ target for the @DRUG$ endpoint regimen the SP MIC99 were 100 % for each Percentage .	Percentage of attaining the free-drug plasma : @DRUG$ target for the @DRUG$ endpoint at the SP MIC99 were 100 % for each regimen .	The percentage probabilities of attaining the free-drug plasma AUC for the @DRUG$ target for the @DRUG$ endpoint at the SP MIC99 were 100% for each regimen.	0
0	It is @DRUG$ yet uncertain whether the two half reactions of squalene synthesis, i.e. (i) 2 x farnesyl pyrophosphate leads to presqualene pyrophosphate; (ii) presqualene pyrophosphate + NADPH (@DRUG$) leads to squalene, are catalyzed by one or two enzymes or by a large complex with two catalytic sites.	It is @DRUG$ yet uncertain whether the two one half reactions of squalene synthesis , i.e. ( i ) 2 disco biscuit farnesyl pyrophosphate leads to presqualene pyrophosphate ; ( ii ) presqualene pyrophosphate + NADPH ( @DRUG$ ) leads to squalene , are catalyse by one and only or two enzymes or by a large complex with two catalytic internet site .	farnesyl to @DRUG$ yet uncertain one two two half reactions of squalene synthesis , i.e. ( i ( 2 x It pyrophosphate leads is presqualene pyrophosphate ; ( ii ) presqualene pyrophosphate + NADPH ) @DRUG$ ) leads to squalene , are catalyzed by whether or the enzymes or by a large complex with two catalytic sites .	It is @DRUG$ yet uncertain the two reactions of squalene , i.e. i ) 2 x farnesyl pyrophosphate leads to presqualene pyrophosphate ; ( ii ) presqualene pyrophosphate + NADPH @DRUG$ ) leads to squalene , are catalyzed by one or two enzymes or by a large complex with two catalytic sites .	It is not yet certain whether the two half reactions of squalene synthesis - i.e. (i) 2 x farnesyl pyrophosphate leads to presqualene pyrophosphate; (ii) presqualene pyrophosphate + NADPH (@DRUG$)	1
0	Monoamines acting on noradrenergic receptors, @DRUG$ receptors, @DRUG$ receptors, and histamine receptors can reduce food intake.	monoamine performing on noradrenergic receptors , @DRUG$ receptors , @DRUG$ receptors , and histamine receptors can reduce food intake .	Monoamines acting on noradrenergic receptors , @DRUG$ receptors , @DRUG$ receptors receptors and histamine , reduce can food intake .	Monoamines acting on noradrenergic receptors , @DRUG$ receptors , @DRUG$ receptors and receptors reduce .	Monoamines acting on noradrenergic receptors (@DRUG$ receptors) can reduce food intake, and monoamines acting on histamine receptors (@DRUG$ receptors) can also reduce food intake.	0
0	Therefore, we examine the metabolic and mitogenic characteristics of the three insulin analogues, insulin lispro, insulin aspart and @DRUG$, that are currently on the market, @DRUG$ well as the two insulin analogues, insulin glulisine and insulin detemir, that are soon going to be available for clinical use.	Therefore , we examine the metabolic and mitogenic characteristics of the three insulin analogues , insulin lispro , insulin aspart and @DRUG$ , that are currently on the mart , @DRUG$ intimately as the two insulin analogues , insulin glulisine and insulin detemir , that are shortly function to be uncommitted for clinical use .	Therefore , we examine the glulisine and mitogenic characteristics of the three clinical analogues , insulin lispro , detemir aspart and @DRUG$ , that are currently on the market , @DRUG$ well insulin the two as analogues , insulin metabolic and insulin insulin , that are soon going to be available for insulin use .	we the metabolic and mitogenic characteristics of the three analogues , insulin lispro , insulin and @DRUG$ that are currently on market @DRUG$ well as the two analogues , insulin glulisine and insulin detemir , that soon going to be for clinical use .	We looked at how the three currently-available insulin analogues, insulin lispro, insulin aspart, and @DRUG$, as well as the two soon-to-be-available insulin analogues, insulin glulisine and insulin detemir, metabolize and stimulate cell growth.	1
0	At least 50% of the hormone circulates bound to GH binding protein, and its secretion is controlled by @DRUG$-releasing hormone and @DRUG$.	At to the lowest degree 50 % of the hormone circulates bound to GH attach protein , and its secretion is controlled by @DRUG$ - releasing hormone and @DRUG$ .	At least 50 % of the secretion circulates its to GH binding protein , and bound hormone is controlled by @DRUG$ - releasing hormone and @DRUG$ .	At least % of the hormone circulates bound to GH binding protein and its secretion is controlled by @DRUG$ - releasing hormone @DRUG$ .	At least 50% of the hormone circulates bound to GH binding protein, and its secretion is controlled by @DRUG$-releasing hormone and @DRUG$.	0
0	In contrast, when compared with either placebo or nebivolol, @DRUG$ (P < 0.01) and both doses of atenolol (@DRUG$ < 0.001) significantly attenuated the hypokalaemic effect of terbutaline.	In contrast , when compare with either placebo or nebivolol , @DRUG$ ( P < 0.01 ) and both doses of atenolol ( @DRUG$ < 0.001 ) significantly faded the hypokalaemic upshot of terbutaline .	In contrast ) when , ( either placebo or nebivolol , @DRUG$ with P < 0.01 compared and both doses of atenolol ( @DRUG$ < 0.001 ) significantly attenuated the hypokalaemic effect of terbutaline .	In contrast , when compared with either placebo or nebivolol , @DRUG$ ( P < 0.01 ) and both doses of atenolol ( @DRUG$ < 0.001 ) significantly attenuated the hypokalaemic effect of terbutaline .	@DRUG$ significantly attenuated the hypokalaemic effect of terbutaline, while atenolol did not.	1
0	No clinically significant interactions were noted between @DRUG$ and an antacid (aluminum-magnesium), pantoprazole, ledipasvir/@DRUG$, or elbasvir/grazoprevir.	No clinically significant fundamental interaction were noted between @DRUG$ and an alkaliser ( aluminum-magnesium ) , pantoprazole , ledipasvir / @DRUG$ , or elbasvir / grazoprevir .	No clinically / interactions were noted between @DRUG$ and , antacid ( aluminum-magnesium ) an pantoprazole , ledipasvir / @DRUG$ , or elbasvir significant grazoprevir .	No clinically significant interactions noted between @DRUG$ and an antacid ( aluminum-magnesium ) , pantoprazole , ledipasvir / @DRUG$ , or elbasvir / grazoprevir .	There were no clinically significant interactions between @DRUG$ and an antacid ( aluminum-magnesium ) , pantoprazole , ledipasvir / @DRUG$ , or elbasvir / grazoprevir .	0
1	This effect was potentiated by @DRUG$, both systematically administered (5 mg/kg i.p.) and locally applied (1.4 microM), but not by mecamylamine (4 @DRUG$/kg i.p.).	This effect was potentiated by @DRUG$ , both consistently administered ( 5 milligram / kg i.p. ) and locally applied ( 1.4 microM ) , but not by mecamylamine ( quaternity @DRUG$ / kg i.p. ) .	This microM was potentiated by @DRUG$ , both 4 administered ( 5 mg / kg i.p. effect and locally applied ( 1.4 ) ) , but not by mecamylamine ( systematically @DRUG$ / kg i.p. ) .	This effect was potentiated by @DRUG$ , both systematically administered ( mg / kg i.p. ) and applied 1.4 microM ) , but not by mecamylamine ( 4 @DRUG$ / kg i.p. ) .	@DRUG$ potentiates the effect of @DRUG$, both when it is administered systemically (by injection) and when it is applied locally (directly to the brain).	0
0	Following administration of 1000 @DRUG$ MPA the areas under the plasma concentration-time curves (AUC 0-infinity) were calculated to (mean and S.E.): 3357 (438) nmol/@DRUG$ and 2403 (245) nmol/l for Leo formulation A and Farlutal, respectively (P less than 0.02).	Following administration of g @DRUG$ MPA the areas under the plasma concentration - time curves ( AUC cipher -infinity ) were calculated to ( mean and S.E. ) : 3357 ( 438 ) nmol / @DRUG$ and 2403 ( 245 ) nmol / l for Leo expression angstrom unit and Farlutal , severally ( P less than 0.02 ) .	Following administration of 1000 @DRUG$ MPA the areas under 0.02 plasma concentration - time curves nmol AUC 0 -infinity ) were calculated to ( mean and S.E. ) : 3357 ( 438 ) nmol / @DRUG$ and 2403 ( 245 ) ( / l for Leo formulation A and Farlutal , respectively P less ( than the ) .	Following administration of 1000 @DRUG$ MPA the under the concentration - time curves ( AUC 0 -infinity ) were calculated ( mean and S.E. ) : 3357 ( 438 ) nmol / @DRUG$ and 2403 ( 245 ) nmol / l for Leo formulation A and Farlutal respectively ( P less than 0.02 ) .	Following administration of 1000 @DRUG$ MPA, the areas under the plasma concentration - time curves ( AUC 0 -infinity ) were calculated to be 3357 ( 438 ) nmol / @DRUG$ and 2403 ( 245 ) nmol / l for Leo formulation A and Farl	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 @DRUG$/d, captopril 50 mg/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/@DRUG$.	In comparative degree tribulation in the management of hypertension , the combination of trandolapril 1 or two mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superordinate to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 @DRUG$ /d , capoten 50 mg / vitamin d plus HCTZ 25 mg /d , lisinopril xx mg / vitamin d plus HCTZ 12.5 mg /d , and lopressor 100 mg / vitamin d plus HCTZ 12.5 mg / @DRUG$ .	In comparative combinations or the management of hypertension , the combination of trandolapril 1 or /d mg 2 and verapamil the 180 / /d was HCTZ indistinguishable from or superior statistically ER trials of atenolol 50 in 100 mg /d plus chlorthalidone 12.5 or 25 @DRUG$ /d , captopril 50 mg / d plus HCTZ 25 mg /d , lisinopril 20 mg / d plus 12.5 12.5 mg /d , and metoprolol 100 mg mg d plus HCTZ to mg / @DRUG$ .	In comparative trials in the management of hypertension , the combination 1 or mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol or 100 mg /d plus chlorthalidone or 25 @DRUG$ /d , captopril 50 mg / d plus HCTZ 25 mg /d , lisinopril 20 mg / d plus HCTZ 12.5 mg /d , and metoprolol 100 mg / d HCTZ 12.5 mg / @DRUG$ .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	There is controversy @DRUG$ to whether the reduced supply of THF or @DRUG$ is responsible for the reduced availability of 5,10-methylene-THF.	there is controversy @DRUG$ to whether the abridge supply of THF or @DRUG$ is responsible for the abridge availability of 5,10 - methylene - THF .	is is controversy @DRUG$ to - the reduced supply of THF or @DRUG$ There responsible for the reduced availability of 5,10 whether methylene - THF .	There is controversy @DRUG$ whether the reduced supply of THF or @DRUG$ is responsible for the reduced availability of 5,10 - methylene - THF .	There is controversy over whether the reduced supply of THF or @DRUG$ is responsible for the reduced availability of 5,10 - methylene - THF .	1
0	All subjects reported a marked reduction of CCK-4-induced panic symptoms and anxiety after seven days of @DRUG$ treatment both in the @DRUG$- and PSS-scores.	All theme reported a marked reduction of CCK - 4 - hasten panic symptoms and anxiety after seven days of @DRUG$ treatment both in the @DRUG$ - and PSS - grudge .	All subjects reported a marked and of CCK - of - induced panic symptoms reduction anxiety after seven 4 days @DRUG$ treatment both in the @DRUG$ - and PSS - scores .	All reported a marked reduction of CCK - 4 induced panic symptoms and anxiety after seven days of @DRUG$ treatment both in the @DRUG$ - and PSS scores .	All subjects who took @DRUG$ reported a marked reduction of CCK - 4 - induced panic symptoms and anxiety after seven days of treatment, both in the @DRUG$ - and PSS - scores .	0
0	RESULTS: Placebo controlled trials included alpha blockers (n = 9), angiotensin converting enzyme inhibitors (n = 3), angiotensin receptor blockers (n = 3), anticonvulsants (n = 32), beta-blockers (n = 39), @DRUG$ channel blockers (n = 12), @DRUG$ (n = 7), serotonin reuptake inhibitors (n = 6), serotonin norepinephrine reuptake inhibitors (n = 1) serotonin agonists (n = 9) and tricyclic antidepressants (n = 11).	RESULTS : Placebo controlled trials let in alpha blockers ( northward = ix ) , angiotensin converting enzyme inhibitors ( northward = leash ) , angiotensin sensory receptor blockers ( northward = leash ) , anticonvulsants ( northward = xxxii ) , beta-blockers ( northward = 39 ) , @DRUG$ channel blockers ( northward = dozen ) , @DRUG$ ( northward =  ) , serotonin reuptake inhibitors ( northward = half a dozen ) , serotonin norepinephrine reuptake inhibitors ( northward = 1 ) serotonin agonists ( northward = ix ) and tricyclic antidepressants ( northward = 11 ) .	RESULTS : Placebo = trials ) enzyme blockers ( n = serotonin n , angiotensin converting alpha inhibitors ( n = reuptake ) , angiotensin receptor blockers ( n = 3 ) , serotonin ( ) = 32 = , beta-blockers ( n ) 39 ) , @DRUG$ channel blockers ( n = 12 ) , @DRUG$ ( n = 7 ) , included 3 inhibitors ( n = 6 ) , 9 norepinephrine reuptake inhibitors ( n controlled 1 ) anticonvulsants agonists ( n = 9 serotonin and tricyclic antidepressants ( n = 11 ) .	RESULTS Placebo controlled trials included alpha blockers ( n = 9 ) , angiotensin converting enzyme inhibitors ( n = 3 ) , angiotensin receptor blockers ( n = 3 ) , anticonvulsants ( n 32 ) , ( n = 39 ) , @DRUG$ channel blockers ( n = 12 ) , @DRUG$ ( n = 7 , serotonin reuptake ( n = 6 ) , serotonin norepinephrine reuptake inhibitors = 1 serotonin agonists ( n = 9 ) and tricyclic antidepressants ( n = 11 ) .	@DRUG$ channel blockers" refers to medications that block the action of DRUGA. "@DRUG$" refers to medications that block the action of DRUGB.	0
0	In the second study, carried out in 52 volunteers, the pharmacokinetics were followed over 36 h following administration of 2 single oral doses of 15 @DRUG$ @DRUG$.	In the nd study , carried out in 52 voluntary , the pharmacokinetics were followed over 36 plancks constant following administration of 2 single oral doses of 15 @DRUG$ @DRUG$ .	In the second study , carried out in 52 volunteers , the pharmacokinetics were h 15 36 followed following administration of 2 single over doses of oral @DRUG$ @DRUG$ .	In the second study , out in 52 volunteers , the pharmacokinetics were followed over 36 h following of 2 single oral doses of 15 @DRUG$ @DRUG$	In the second study, the pharmacokinetics (the way the drug is absorbed, distributed, metabolized, and excreted) were followed over 36 hours following administration of 2 single oral doses of 15 @DRUG$ @DRUG$.	0
0	Altered values in blood leucocytes, erythrocytes, @DRUG$, hematocrit, total protein, albumin, creatinine, urea @DRUG$, total bilirubin, creatine kinase, lactic dehydrogenase, calcium, chloride and inorganic phosphate occurred 1 d after dosing: urine pH and specific gravity also changed 1 d after dosing.	falsify values in lineage leucocytes , erythrocytes , @DRUG$ , hematocrit , total protein , albumin , creatinine , urea @DRUG$ , total bilirubin , creatine kinase , lactic dehydrogenase , calcium , chloride and inorganic phosphate occurred i  after dosing : water pH and specific gravity also changed i  after dosing .	, values in blood leucocytes , erythrocytes albumin @DRUG$ , hematocrit , total protein , , , creatinine , calcium @DRUG$ pH total bilirubin , creatine kinase , lactic dehydrogenase Altered urea , chloride and inorganic phosphate occurred 1 d after dosing : urine , and specific gravity 1 changed also d after dosing .	Altered values in blood leucocytes , erythrocytes , @DRUG$ , hematocrit , total protein , albumin , creatinine , urea @DRUG$ , total bilirubin , creatine kinase , lactic , calcium , chloride and inorganic phosphate occurred 1 d after dosing : urine pH and specific gravity changed 1 d after .	1 day after taking the drug, there were changes in the levels of white blood cells, red blood cells, the drug, hemoglobin, total protein, albumin, creatinine, urea, total bilirubin, creatine kinase, and lactic dehydrogenase. The pH	1
0	Patients with and without esophagitis had the same high overnight fasting gastric residual volume and acidity, @DRUG$ well as basal and peak acid and @DRUG$ outputs.	Patients with and without oesophagitis had the same high overnight fast gastric residual volume and acidity , @DRUG$ well as basal and peak acid and @DRUG$ outputs .	Patients with and without esophagitis gastric the peak high overnight fasting had residual volume and acidity , @DRUG$ well as basal and same acid and @DRUG$ outputs .	Patients with and without esophagitis had same high overnight fasting gastric volume and acidity , @DRUG$ well as basal and peak acid and @DRUG$ outputs .	Patients with and without esophagitis had the same high overnight fasting gastric residual volume and acidity, as well as basal and peak acid and @DRUG$ outputs.	1
1	Overall, @DRUG$ plus binimetinib appears to have an improved tolerability profile compared with encorafenib or @DRUG$.	Overall , @DRUG$ plus binimetinib appears to have an meliorate tolerability profile compared with encorafenib or @DRUG$ .	, Overall @DRUG$ plus binimetinib appears to have an improved tolerability profile compared with encorafenib or @DRUG$ .	Overall , @DRUG$ plus binimetinib appears to have an improved tolerability profile compared with encorafenib or @DRUG$ .	Overall, @DRUG$ plus binimetinib appears to be more tolerable than encorafenib or @DRUG$.	0
0	Nitro-prednisolone was much more potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model (higher impact on neutrophil migration and soluble mediator generation) as well @DRUG$ in models of chronic inflammation (air-pouch granuloma and collagen II-induced arthritis).	Nitro- prednisolone was much more potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model ( high impact on neutrophil migration and soluble mediator coevals ) as well @DRUG$ in models of inveterate inflammation ( aviation - pouch granuloma and collagen II - make arthritis ) .	Nitro- prednisolone was much more migration than @DRUG$ and the derivative devoid of the nitric ester in in models peritonitis model ( higher impact on neutrophil potent and soluble mediator generation ) as well @DRUG$ an acute inflammation chronic of ( air - pouch granuloma and induced II - collagen arthritis ) .	Nitro- prednisolone was more potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model ( higher impact on neutrophil migration and soluble mediator generation ) as well @DRUG$ in models of chronic inflammation ( air - pouch granuloma and collagen II - induced arthritis ) .	Nitro- prednisolone was much more potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model ( higher impact on neutrophil migration and soluble mediator generation ) as well @DRUG$ in models of chronic inflammation ( air - pouch	0
0	@DRUG$ (32 and 64 @DRUG$/kg) did not induce conditioned place preference.	@DRUG$ ( 32 and 64 @DRUG$ / kg ) did not get conditioned place preference .	@DRUG$ ( / and 64 @DRUG$ 32 kg ) did not induce conditioned place preference .	@DRUG$ ( 32 and 64 @DRUG$ / kg did not induce conditioned place preference .	@DRUG$ did not make rats prefer one side of a cage over another, indicating that it is not addictive.	1
0	The maximum concentration of @DRUG$ detected in run-off @DRUG$ was 0.49 mg litre-1 and occurred during the first run-off event.	The upper limit concentration of @DRUG$ detected in run-off @DRUG$ was 0.49 mg litre - 1 and hap during the first run-off event .	The maximum and of @DRUG$ detected mg run-off @DRUG$ was 0.49 in litre - 1 concentration occurred during the first run-off event .	The concentration of @DRUG$ detected in run-off @DRUG$ was mg litre - 1 and occurred the first run-off event .	The maximum concentration of @DRUG$ detected in run-off @DRUG$ was 0.49 mg litre - 1 and occurred during the first run-off event .	0
0	The discovery and development of qinghaosu (@DRUG$) @DRUG$ an antimalarial drug is a remarkable and convoluted tale.	The discovery and development of qinghaosu ( @DRUG$ ) @DRUG$ an antimalarial drug drug is a singular and convoluted tale .	The discovery is development and qinghaosu ( @DRUG$ ) @DRUG$ an antimalarial drug and a remarkable of convoluted tale .	The discovery and development of qinghaosu ( @DRUG$ ) @DRUG$ an antimalarial drug is a remarkable and convoluted tale .	The discovery and development of qinghaosu ( @DRUG$ ) @DRUG$ an antimalarial drug is a complicated and long process.	0
0	Rapid esterase-sensitive breakdown of @DRUG$ and its impact on the plasma pharmacokinetics of @DRUG$ and metabolites in mice.	Rapid esterase-sensitive breakdown of @DRUG$ and its impact on the plasma pharmacokinetics of @DRUG$ and metabolites in black eye .	Rapid esterase-sensitive breakdown of @DRUG$ and its impact the on plasma pharmacokinetics of @DRUG$ and metabolites in mice .	Rapid esterase-sensitive breakdown of @DRUG$ and its impact on the plasma pharmacokinetics of @DRUG$ and metabolites in mice .	The breakdown of @DRUG$ happens quickly, and this affects the pharmacokinetics of @DRUG$ and its metabolites in mice.	0
0	However, the stimulation was blocked and reversed by thiols, such as @DRUG$-@DRUG$ and dithiothreitol.	nevertheless , the stimulation was blocked and reversed by thiols , such as @DRUG$ - @DRUG$ and dithiothreitol .	However , the stimulation was blocked and reversed by thiols and such as @DRUG$ - @DRUG$ , dithiothreitol .	However , the was blocked and reversed by thiols , such as @DRUG$ - @DRUG$ and dithiothreitol .	@DRUG$ blocks the effects of @DRUG$, while dithiothreitol (a thiol) reverses this block.	0
0	However, functions of PPARdelta are uncompletely known to @DRUG$, but some recent data enlight its role in the regulation of fatty acid oxidation in several tissues, such @DRUG$ skeletal muscle and adipose tissue.	However , functions of PPARdelta are uncompletely known to @DRUG$ , but some recent data enlight its role in the regulation of fatty acid oxidation in respective tissues , such @DRUG$ pinched muscle and adipose weave .	However , functions of PPARdelta are uncompletely known to @DRUG$ , but some recent fatty enlight its role in the regulation data of acid oxidation in several tissues , such @DRUG$ skeletal muscle adipose and tissue .	However , functions of PPARdelta uncompletely known to @DRUG$ , but some recent enlight its role in the regulation of fatty oxidation in several tissues , @DRUG$ skeletal muscle and adipose tissue .	However, we still don't know everything about the role of PPARdelta in @DRUG$, but some recent data has shown that it plays a role in regulating fatty acid oxidation in several tissues, such as skeletal muscle and adipose tissue.	1
0	This review focuses on the manner with which three of these compounds, (-)-trans-delta9-tetrahydrocannabinol (delta9-@DRUG$), (-)-cannabidiol (@DRUG$) and (-)-trans-delta9-tetrahydrocannabivarin (delta9-THCV), interact with cannabinoid CB1 and CB2 receptors.	This reexamine centre on the manner with which  of these chemical compound , ( -) - trans -delta9 - tetrahydrocannabinol ( delta9 - @DRUG$ ) , ( -) - cannabidiol ( @DRUG$ ) and ( -) - trans-delta9 - tetrahydrocannabivarin ( delta9 - THCV ) , interact with cannabinoid CB1 and CB2 sense organ .	This review focuses and delta9 manner with which three of these compounds , ( -) - trans -delta9 - tetrahydrocannabinol ( the - @DRUG$ ) - ( -) trans-delta9 cannabidiol ( @DRUG$ ) on ( -) , - - tetrahydrocannabivarin ( delta9 - THCV ) , interact with cannabinoid CB1 and CB2 receptors .	review focuses on the manner with which three of these compounds , ( -) - trans -delta9 - tetrahydrocannabinol ( delta9 - @DRUG$ ) , -) - cannabidiol ( @DRUG$ ( -) - - tetrahydrocannabivarin ( delta9 THCV ) , interact with cannabinoid CB1 and CB2 receptors	The three compounds ( -) - trans -delta9 - tetrahydrocannabinol ( delta9 - @DRUG$ ), ( -) - cannabidiol ( @DRUG$ ), and ( -) - trans-delta9 - tetrahydrocannabivarin (	0
0	During a median follow-up of 9.0 months, 2.1 confirmed gastrointestinal events per 100 patient-years occurred with rofecoxib, as compared with 4.5 per 100 patient-years with @DRUG$ (relative risk, 0.5; 95 percent confidence interval, 0.3 to 0.6; @DRUG$<0.001).	During a median follow - up of 9.0 months , 2.1 confirmed gastrointestinal events per one hundred affected role -years occurred with rofecoxib , as compared with 4.5 per one hundred affected role -years with @DRUG$ ( relative risk , 0.5 ;  pct self assurance interval , 0.3 to 0.6 ; @DRUG$ < 0.001 ) .	During a median follow - up , 9.0 months , < confirmed gastrointestinal events of 100 patient -years occurred with rofecoxib , as compared with 4.5 per 100 patient -years with @DRUG$ ( , risk relative 0.5 ; 95 percent confidence interval per 0.3 0.6 to ; @DRUG$ 2.1 0.001 ) .	During a median follow - up of 9.0 months , 2.1 confirmed gastrointestinal per 100 patient -years occurred with rofecoxib , as compared with 4.5 per 100 patient -years @DRUG$ ( relative risk 0.5 ; 95 percent confidence interval , 0.3 to 0.6 ; @DRUG$ < 0.001 ) .	For every 100 patients who take @DRUG$, there are 2.1 confirmed gastrointestinal events. For every 100 patients who take @DRUG$, there are 4.5 confirmed gastrointestinal events.	0
0	Patients were randomly assigned, in a two-by-two factorial design, to receive one of the following four daily treatments: 0.8 mg of @DRUG$, 0.4 mg of vitamin B12, and 40 mg of vitamin B6; 0.8 mg of folic acid and 0.4 mg of vitamin B12; 40 @DRUG$ of vitamin B6; or placebo.	Patients were randomly assigned , in a ii -by- ii factorial conception , to receive matchless of the espouse four daily treatments : 0.8 mg of @DRUG$ , 0.4 mg of vitamin B12 , and forty mg of vitamin B6 ; 0.8 mg of folic battery acid and 0.4 mg of vitamin B12 ; forty @DRUG$ of vitamin B6 ; or placebo .	Patients were randomly vitamin , receive of two -by- two factorial design , to in one of following the four daily treatments : 0.8 mg a @DRUG$ of 0.4 placebo of vitamin B12 , and 40 mg of vitamin B6 ; 0.8 mg , folic acid and 0.4 mg of assigned B12 ; 40 @DRUG$ of vitamin B6 ; or mg .	Patients were randomly assigned , in a two -by- two factorial design , to one of the following daily : 0.8 mg of @DRUG$ , mg of B12 , and 40 mg of vitamin 0.8 mg of folic acid and 0.4 mg vitamin B12 ; 40 @DRUG$ of vitamin B6 ; or placebo .	Patients were randomly assigned to receive one of the following four daily treatments: 0.8 mg of @DRUG$ and 0.4 mg of vitamin B12; 0.8 mg of folic acid and 0.4 mg of vitamin B12; 40 mg of vitamin B6; or placebo	1
0	After 1 week of dose escalation, there was a fixed dosage regimen of either @DRUG$ (200 mg daily) or clomipramine (150 mg daily) during weeks 2 to 10, followed by flexible dosing of milnacipran (100, 150 or 200 @DRUG$ daily) or clomipramine (75, 100 or 150 mg daily) during weeks 11 to 26.	afterwards 1 week of dose escalation , there was a fixed dosage regimen of either @DRUG$ ( 200 mg daily ) or clomipramine ( one hundred fifty mg daily ) during calendar week two to 10 , followed by flexible dosing of milnacipran ( c , one hundred fifty or 200 @DRUG$ daily ) or clomipramine (  , c or one hundred fifty mg daily ) during calendar week 11 to 26 .	After 1 week of dose escalation , 100 was or 26 dosage regimen of either @DRUG$ ( 200 mg daily ) a clomipramine ( 150 mg , ) during or 2 to 10 , followed by flexible dosing of milnacipran ( 100 , 150 or 200 @DRUG$ daily ) weeks clomipramine ( 75 mg there or 150 daily daily ) during weeks 11 to fixed .	1 week of dose escalation , there was a fixed dosage regimen either @DRUG$ ( 200 mg daily or clomipramine 150 mg daily ) during weeks 2 10 , followed by flexible dosing of milnacipran ( 100 , 150 or 200 @DRUG$ daily ) or clomipramine ( 75 , 100 or 150 mg daily ) during weeks 11 to 26 .	After 1 week of dose escalation, there was a fixed dosage regimen of either @DRUG$ (200 mg daily) or clomipramine (150 mg daily) during weeks 2 to 10, followed by flexible dosing of milnacipran (100, 150 or 200 @DRUG$	0
0	Cav2.3 (@DRUG$-Type) @DRUG$ Channels are Critical for Mediating Anticonvulsive and Neuroprotective Properties of Lamotrigine In Vivo.	Cav2.3 ( @DRUG$ - typecast ) @DRUG$ Channels are Critical for Mediating Anticonvulsive and Neuroprotective attribute of Lamotrigine In Vivo .	Cav2.3 ( @DRUG$ - Properties ) @DRUG$ Channels are Critical Type Mediating Anticonvulsive and Neuroprotective for of Lamotrigine In Vivo .	Cav2.3 ( @DRUG$ - Type ) @DRUG$ Channels are Critical Mediating Anticonvulsive and Neuroprotective Properties of Lamotrigine In .	Cav2.3 ( @DRUG$ - Type ) @DRUG$ Channels are Critical for Mediating Anticonvulsive and Neuroprotective Properties of Lamotrigine In Vivo ."DRUGA is a type of DRUGB, and DRUGA channels are critical	0
0	METHODS AND RESULTS: Platelet reactivity in 15 healthy subjects was measured at baseline, during @DRUG$ 75 @DRUG$ or placebo daily for 14 days, and on days 1, 4, 8, 11, 15, and 45 after discontinuation of clopidogrel or placebo.	METHODS AND RESULTS : blood platelet reactivity in 15 healthy subjects was measured at baseline , during @DRUG$ 75 @DRUG$ or placebo daily for  days , and on days 1 , quaternary , 8 , 11 , 15 , and 45 after discontinuance of clopidogrel or placebo .	METHODS AND clopidogrel : Platelet reactivity in 15 healthy subjects was 14 at baseline , during @DRUG$ 75 @DRUG$ or placebo daily for measured days , and on days 1 , 4 , 8 , 11 , 15 , and 45 after discontinuation of RESULTS or placebo .	METHODS AND RESULTS : Platelet reactivity in 15 healthy subjects measured baseline , during @DRUG$ 75 @DRUG$ or placebo daily for 14 days , and on days 1 4 , , 11 , 15 , and 45 after discontinuation of clopidogrel or placebo .	METHODS AND RESULTS : Platelet reactivity in 15 healthy subjects was measured at baseline , during @DRUG$ 75 @DRUG$ or placebo daily for 14 days , and on days 1 , 4 , 8 , 11 , 15 , and 45 after discontinuation of clopidogrel or placebo	0
0	This method could give absolute detection limits of the arsenic species at @DRUG$/mm(2) to @DRUG$/mm(2) level with a best RSD of 5.3% (n = 5).	This method could give absolute detection limits of the arsenic species at @DRUG$ / mm( ii ) to @DRUG$ / mm( ii ) level with a good RSD of 5.3 % ( n =  ) .	This method could give absolute detection limits of the arsenic species mm( @DRUG$ 2 at / ) to @DRUG$ / mm( 2 ) level with a best % of 5.3 RSD ( n = 5 ) .	This could give absolute detection limits of the arsenic species @DRUG$ / mm( 2 ) to @DRUG$ / mm( 2 ) level with a best of 5.3 % ( n = 5 ) .	The absolute detection limits of the arsenic species at @DRUG$ / mm( 2 ) to @DRUG$ / mm( 2 ) level with a best RSD of 5.3 % ( n = 5 ) .	0
0	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by @DRUG$, (apparent Ki = 1.6 mumol.l-1), warfarin (apparent Ki = 27 mumol.l-1), piroxicam (apparent Ki = 23 mumol.l-1) and tolbutamide (apparent Ki = 128 mumol.@DRUG$-1).	meditate utilise putative particular P450 inhibitors demonstrated prohibition of this chemical reaction by @DRUG$ , ( apparent Ki = 1.6 mumol .l - 1 ) , warfarin ( apparent Ki = 27 mumol .l - 1 ) , piroxicam ( apparent Ki = 23 mumol .l - 1 ) and orinase ( apparent Ki = 128 mumol . @DRUG$ -1 ) .	1.6 using putative specific P450 ) demonstrated inhibition -1 this reaction by @DRUG$ , ( = Ki apparent Studies mumol .l - 1 ) , warfarin ( apparent Ki = 27 mumol = - 1 ) , Ki ( apparent Ki .l 23 mumol .l - 1 ) and tolbutamide ( apparent piroxicam = 128 mumol . @DRUG$ of inhibitors .	Studies using putative specific P450 inhibitors inhibition of this reaction by @DRUG$ , ( Ki = 1.6 mumol .l - 1 ) , ( apparent Ki = mumol - 1 ) , piroxicam ( apparent Ki = 23 mumol .l - 1 ) tolbutamide ( apparent Ki 128 mumol . @DRUG$ -1 ) .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by @DRUG$, (apparent Ki = 1.6 mumol.l-1), warfarin (apparent Ki = 27 mumol.l-1), piroxicam (apparent Ki = 23	1
0	Plasminogen-mediated acantholysis, however, was effectively antagonized by the synthetic active site @DRUG$ protease inhibitor WX-UK1 or by p-@DRUG$.	Plasminogen-mediated acantholysis , however , was in effect antagonized by the celluloid active site @DRUG$ protease inhibitor WX - UK1 or by p-@DRUG$ .	Plasminogen-mediated antagonized , however , p-@DRUG$ effectively acantholysis by the synthetic active site @DRUG$ protease inhibitor WX - UK1 or by was .	Plasminogen-mediated acantholysis , however , was effectively antagonized by the synthetic active site @DRUG$ protease inhibitor WX - UK1 or by p-@DRUG$ .	@DRUG$ protease inhibitors (such as WX-UK1) effectively antagonize plasminogen-mediated acantholysis, while p-@DRUG$ has no effect.	0
0	Urinary excretion rates of @DRUG$ @DRUG$ well as serum concentration data are needed to accurately characterize the disposition of the drug.	Urinary excretion rates of @DRUG$ @DRUG$ well as serum assiduousness information are needed to accurately characterize the disposition of the drug .	Urinary excretion rates of @DRUG$ @DRUG$ well the as concentration data are needed to accurately characterize serum disposition of the drug .	Urinary excretion rates of @DRUG$ @DRUG$ as serum concentration data needed to accurately characterize the disposition of the drug .	Urinary excretion rates of @DRUG$ and @DRUG$ are needed to accurately characterize the disposition of the drug.	0
0	The compounds that are currently under clinical (Phase I, II or III) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds (i.e., reverse transcriptase [NRTIs: PSI-5004, (-)-dOTC, DPC-817, elvucitabine, alovudine, MIV-210, amdoxovir, DOT; NNRTIs: thiocarboxanilide, UC-781, capravirine, dapivirine, etravirine, rilpivirine], protease [PIs: tipranavir, TMC-114]) or other specific viral proteins (i.e., gp120: cyanovirin N; attachment inhibitors: AIs, such as BMS-488043; integrase: @DRUG$-870,812, PDPV-165; capsid proteins: PA-457, alpha-HCG); or cellular proteins (CD4 downmodulators: CADAs; CXCR4 antagonists: @DRUG$-070, CS-3955; CCR5 antagonists: TAK-220, SCH-D, AK-602, UK-427857).	The compound that are currently under clinical ( Phase iodine , II or III ) or preclinical investigating are either aim at the same specific viral proteins as the licensed compound ( i.e. , override rna polymerase [ nrti : psi -5004 , ( -) - dOTC , DPC - 817 , elvucitabine , alovudine , MIV - 210 , amdoxovir , DOT ; NNRTIs : thiocarboxanilide , UC - 781 , capravirine , dapivirine , etravirine , rilpivirine ] , protease [ PIs : tipranavir , TMC - 114 ] ) or other specific viral proteins ( i.e. , gp120 : cyanovirin N ; fond regard inhibitor : artificial insemination , such as feces - 488043 ; integrase : @DRUG$ -870,812 , PDPV - 165 ; mirid bug proteins : PA - 457 , alpha - HCG ) ; or cellular proteins ( cluster of differentiation  downmodulators : CADAs ; CXCR4 antagonists : @DRUG$ -070 , vitamin c -3955 ; CCR5 antagonists : TAK - 220 , SCH -D , last frontier -602 , great britain -427857 ) .	The , alpha - ; under clinical ( Phase I , II or III ) or preclinical ( are , targeted at the same specific viral elvucitabine as UK licensed compounds ( i.e. , reverse transcriptase compounds NRTIs : PSI -5004 , TAK - - dOTC etravirine DPC - 817 proteins , , alovudine , MIV - 210 , amdoxovir , -602 ; NNRTIs : thiocarboxanilide , UC - 781 either capravirine , dapivirine , , , , ] [ protease [ PIs : tipranavir , TMC -) 114 ] CS or other specific viral proteins investigation i.e. , gp120 : cyanovirin N ; attachment inhibitors : AIs , or as BMS - 488043 ; integrase : @DRUG$ -870,812 , PDPV - 165 ; capsid proteins : PA are 457 , that - HCG ) ; such cellular proteins ( CD4 downmodulators : CADAs currently CXCR4 antagonists : @DRUG$ -070 , ) -3955 ; CCR5 antagonists : ( - 220 , SCH -D rilpivirine AK DOT , the -427857 ) .	The compounds that are currently clinical ( Phase I , II or ) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds ( i.e. , reverse transcriptase [ NRTIs -5004 , ( -) - dOTC , DPC - 817 , elvucitabine , alovudine , MIV - amdoxovir , DOT ; NNRTIs : , UC 781 , capravirine , dapivirine , etravirine , rilpivirine ] , protease PIs : , TMC - 114 ] ) or other specific viral proteins ( i.e. , gp120 N ; attachment inhibitors : AIs , such as BMS - 488043 ; integrase : @DRUG$ -870,812 , PDPV - 165 capsid proteins : PA - 457 , alpha - HCG ) ; or cellular proteins ( CD4 downmodulators : CADAs ; CXCR4 antagonists : @DRUG$ -070 , CS -3955 ; antagonists : TAK - , SCH -D , AK -602 , UK -427857	The compounds that are currently under clinical ( Phase I , II or III ) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds ( i.e. , reverse transcriptase [ NRTIs : PSI -5004 , ( -) - dOTC ,	1
0	To @DRUG$, copper has not found many uses in medicine, but number of ongoing research, as well @DRUG$ preclinical and clinical studies, will most likely lead to many novel applications of copper in the near future.	To @DRUG$ , atomic number  has not found many uses in medicine , but number of on going research , as fountainhead @DRUG$ preclinical and clinical studies , will most likely lead to many novel practical application of atomic number  in the near future .	uses @DRUG$ , research has not found many To in medicine , but number of ongoing copper , as most @DRUG$ preclinical and clinical studies , will to likely lead well many novel applications of copper in the near future .	To @DRUG$ , copper has not found many uses in medicine , but number of ongoing research , as well @DRUG$ preclinical and clinical studies , will most lead to many novel applications of copper in the near future .	@DRUG$ is currently researching the potential medical uses of copper, while @DRUG$ is already conducting clinical studies on the use of copper in medicine.	0
1	Collectively, the available evidence strongly suggests that a combination of a potent aerosolized @DRUG$ derivative, such as carfentanil, and an inhalational anesthetic, such as @DRUG$, was used.	Collectively , the available evidence powerfully suggests that a combining of a potent aerosolized @DRUG$ derivative , such as carfentanil , and an inhalational anesthetic , such as @DRUG$ , was utilise .	Collectively aerosolized the available evidence strongly suggests , a of combination a potent , @DRUG$ derivative , such as carfentanil that and an inhalational anesthetic , such as @DRUG$ , was used .	Collectively , the available evidence strongly suggests a combination of a potent aerosolized @DRUG$ derivative , such as carfentanil , and an inhalational anesthetic , such as @DRUG$ , was used .	The available evidence suggests that a combination of a potent aerosolized @DRUG$ derivative and an inhalational anesthetic was used.	1
0	For 40% fT>MIC and >97.5% PTA, the breakpoints were 0.125 mg/L (500 mg twice daily), 0.25 mg/L (250 mg three times daily and 875 mg twice daily), 0.5 mg/@DRUG$ (500 @DRUG$ three times daily) and 1 mg/L (750, 875 or 1000 mg three times daily and 500 mg four times daily).	For forty % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / L ( 500 mg double casual ) , 0.25 mg / L ( 250 mg ternary time casual and 875 mg double casual ) , 0.5 mg / @DRUG$ ( 500 @DRUG$ ternary time casual ) and 1 mg / L ( 750 , 875 or thou mg ternary time casual and 500 mg quaternion time casual ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / L ( 500 mg twice daily ) , 0.25 mg / L ( 250 mg daily times daily and 875 mg twice / ) , 0.5 mg / @DRUG$ times 500 @DRUG$ three times 750 ) and 1 mg daily L ( daily , 875 or 1000 ) three ( three and 500 mg four times daily mg .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / L ( 500 mg twice daily , 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily , 0.5 mg / @DRUG$ ( 500 @DRUG$ three times daily ) 1 mg / L ( , 875 or 1000 mg three times and 500 mg four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / L ( 500 mg twice daily ) , 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily ) , 0.5 mg / DRUG	1
0	INTRODUCTION: It has been > 25 years since it was first discovered that @DRUG$ @DRUG$ levels are elevated in heart failure and this elevation is proportional to the severity of heart failure.	INTRODUCTION : It has been > 25 year since it was first attain that @DRUG$ @DRUG$ levels are elevated in heart failure and this elevation is relative to the severity of heart failure .	it of that has been > 25 years since INTRODUCTION was first discovered It @DRUG$ @DRUG$ levels are elevated in heart failure and this elevation is proportional to the severity : heart failure .	INTRODUCTION : It has been > 25 years since was discovered that @DRUG$ @DRUG$ levels elevated in heart failure and this elevation is proportional to the severity of heart failure .	The more severe someone's heart failure is, the higher their levels of @DRUG$ and @DRUG$ will be.	0
0	The s.c. administration of either S-(+)-3-isobutylgaba (1-30 mg kg-1) or @DRUG$ (10-100 @DRUG$ kg-1), after the development of peak carrageenan-induced thermal hyperalgesia, dose-dependently antagonized the maintenance of this response with MED of 3 and 30 mg kg-1, respectively.	The s.c. brass of either S -( + ) - 3- isobutylgaba ( 1-30 mg kg - i ) or @DRUG$ ( 10 - one c @DRUG$ kg - i ) , after the development of peak carrageenan- induced thermic hyperalgesia , dose-dependently antagonized the maintenance of this reception with MED of 3 and 30 mg kg - i , severally .	The s.c. administration of either S -( - ) - 3- the ( 1-30 mg kg - 1 response or @DRUG$ maintenance 10 - , @DRUG$ kg - 1 ) , after isobutylgaba development of peak carrageenan- induced thermal hyperalgesia , dose-dependently antagonized the ( of kg ) with MED of 3 and 30 mg this + 1 100 respectively .	The s.c. administration of either S -( + - 3- isobutylgaba ( 1-30 kg - 1 ) or @DRUG$ ( 10 - 100 @DRUG$ kg - 1 ) , after the development of peak carrageenan- induced thermal hyperalgesia , dose-dependently antagonized the maintenance of this response with MED of 3 and 30 mg kg - , respectively .	The s.c. administration of either S -( + ) - 3- isobutylgaba ( 1-30 mg kg - 1 ) or @DRUG$ ( 10 - 100 @DRUG$ kg - 1 ) , after the development of peak carrageenan- induced thermal hyper	0
0	@DRUG$ is incorporated into lymphoma cells to a greater extent than @DRUG$ via both TfR-independent and -dependent pathways; it has significant activity against gallium nitrate-resistant cells and acts independently of p53.	@DRUG$ is incorporated into lymphoma cells to a nifty extent than @DRUG$ via both TfR - independent and - pendent pathways ; it has significant activity against gallium nitrate -resistant cells and deed independently of p53 .	@DRUG$ is incorporated into lymphoma cells to a greater extent than @DRUG$ via both TfR - independent and - dependent pathways ; has activity significant it against gallium nitrate and cells -resistant acts independently of p53 .	@DRUG$ is incorporated into lymphoma to a greater extent than @DRUG$ via both TfR - independent and - dependent pathways ; it has significant activity against gallium nitrate -resistant cells and acts independently of p53 .	@DRUG$ is more easily incorporated into lymphoma cells than @DRUG$, and it is more effective against gallium nitrate-resistant cells than DRUGB. Additionally, DRUGA does not require p53 to be effective.	0
1	These LMMHs also differ by their renal excretion pattern: more fragments exhibiting an anti-Xa activity are recovered in urine following @DRUG$ doses (6.4 and 8.7% of the dose, respectively) than following @DRUG$ (3.9%) and dalteparin (3.4%) injection.	These LMMHs too differ by their renal excretion normal : more fragments exhibiting an anti-Xa body process are recovered in urine following @DRUG$ doses ( 6.4 and 8.7 % of the dose , severally ) than following @DRUG$ ( 3.9 % ) and dalteparin ( 3.4 % ) injection .	These LMMHs also more by their renal excretion pattern : differ fragments exhibiting an anti-Xa activity are recovered in urine following @DRUG$ doses ) 6.4 and 8.7 % of ) dose , respectively the than following @DRUG$ ( 3.9 ( % and dalteparin ( 3.4 % ) injection .	These LMMHs also differ by their renal excretion pattern : more exhibiting an anti-Xa activity are recovered in urine following @DRUG$ doses ( 6.4 and 8.7 % of the dose respectively ) than following @DRUG$ ( 3.9 % dalteparin ( 3.4 % ) injection .	More fragments exhibiting an anti-Xa activity are recovered in urine following @DRUG$ doses than following @DRUG$ and dalteparin injection.	0
0	N-[4-[[(2,4-diamino-6-pterdinyl)methyl]amino]benzoyl]-L/D-glutamic acid (L/D-@DRUG$) is an investigational drug in phase 1 clinical development that consists of the L-and @DRUG$-enantiomers of aminopterin (AMT).	N-[4-[[( 2,4-diamino-6-pterdinyl ) methyl radical ] amino ] benzoyl ] -L/D-glutamic acid ( L/D - @DRUG$ ) is an investigational drug in form  clinical development that consists of the L-and @DRUG$ - enantiomers of aminopterin ( AMT ) .	N-[4-[[( 2,4-diamino-6-pterdinyl ) methyl ] amino ] benzoyl ] L-and acid 1 L/D - @DRUG$ ) is an investigational drug of phase ( clinical development that consists in the -L/D-glutamic @DRUG$ - enantiomers of aminopterin ( AMT ) .	N-[4-[[( 2,4-diamino-6-pterdinyl methyl ] amino ] benzoyl ] -L/D-glutamic acid ( L/D - @DRUG$ ) is an investigational drug in phase 1 clinical development that consists of the L-and @DRUG$ - enantiomers of aminopterin ( AMT )	@DRUG$ is an investigational drug in phase 1 clinical development that consists of the L-and @DRUG$ - enantiomers of aminopterin ( AMT ) .	0
1	In the @DRUG$ groups, the concentration of @DRUG$ in the portal and peripheral blood showed similar elimination in terms of the peak concentration (Cmax) and the area under the curve (AUC).	inch the @DRUG$ groups , the concentration of @DRUG$ in the hepatic portal vein and peripheral blood showed similar elimination in terms of the peak concentration ( Cmax ) and the field under the curve ( AUC ) .	) the @DRUG$ groups , the concentration of @DRUG$ in the portal Cmax peripheral blood showed similar terms in elimination of the peak concentration ( and ) and the area under the curve ( AUC In .	In the @DRUG$ groups , concentration @DRUG$ in the portal peripheral blood showed similar elimination in terms of the peak concentration Cmax ) and the area under the curve ( AUC ) .	The concentration of @DRUG$ in the portal and peripheral blood showed similar elimination in terms of the peak concentration ( Cmax ) and the area under the curve ( AUC ) .	1
0	@DRUG$-MDR1 cells showed 6- and 12-fold greater resistance to @DRUG$ and amrubicinol, respectively, than the parental LLC-PK1 cells.	@DRUG$ -MDR1 cells showed half a dozen - and 12 - fold greater resistance to @DRUG$ and amrubicinol , severally , than the parental LLC - PK1 cells .	@DRUG$ -MDR1 cells showed 6 - and 12 than fold greater resistance to @DRUG$ and amrubicinol , respectively , the - parental LLC - PK1 cells .	@DRUG$ -MDR1 cells showed 6 - 12 - fold greater resistance to @DRUG$ and amrubicinol respectively , than the parental LLC - PK1 cells .	The @DRUG$ -MDR1 cells showed a 6 - and 12 - fold greater resistance to @DRUG$ and amrubicinol , respectively , than the parental LLC - PK1 cells .	0
0	BP reduction was significantly greater with @DRUG$ (30 mg/day) during the initial 4 weeks of treatment compared with enalapril (20 @DRUG$/day).	BP reduction was importantly greater with @DRUG$ ( 30 magnesium / twenty four hour period ) during the initial 4 weeks of treatment compared with enalapril ( 20 @DRUG$ / twenty four hour period ) .	day reduction was significantly greater with @DRUG$ 20 30 mg / BP of during the initial 4 weeks ) treatment compared with enalapril ( ( @DRUG$ / day ) .	BP significantly greater with @DRUG$ ( 30 mg / day ) during the initial 4 weeks of treatment compared with enalapril ( 20 @DRUG$ / day ) .	BP reduction was significantly greater with @DRUG$ ( 30 mg / day ) during the initial 4 weeks of treatment compared with enalapril ( 20 mg / day ) .	1
0	Antidiuretic effects of a nonpeptide @DRUG$ V(2)-receptor agonist, @DRUG$, administered orally to rats.	Antidiuretic effects of a nonpeptide @DRUG$ V ( deuce ) - sensory receptor agonist , @DRUG$ , administered orally to rats .	nonpeptide effects of a Antidiuretic @DRUG$ V ( 2 ) - receptor agonist administered @DRUG$ , , orally to rats .	Antidiuretic effects a nonpeptide @DRUG$ V ( 2 ) - receptor agonist @DRUG$ administered orally to .	The antidiuretic effects of a nonpeptide @DRUG$ V ( 2 ) - receptor agonist, @DRUG$, administered orally to rats.	0
0	Although @DRUG$ is metabolised by hepatic and renal mechanisms to both a glucuronate conjugate and a diketopiperazine derivative, most of the drug is excreted in the urine @DRUG$ ramiprilat and the glucuronate conjugate of ramiprilat.	Although @DRUG$ is metabolised by liverwort and nephritic mechanisms to both a glucuronate conjugate and a diketopiperazine derivative , most of the dose is excreted in the urine @DRUG$ ramiprilat and the glucuronate conjugate of ramiprilat .	renal @DRUG$ is metabolised of hepatic and glucuronate mechanisms to both a glucuronate conjugate and a diketopiperazine derivative , most by the drug is excreted in the urine @DRUG$ ramiprilat and the Although conjugate of ramiprilat .	Although @DRUG$ is metabolised by and renal mechanisms to both a glucuronate conjugate a diketopiperazine derivative , most of the drug is excreted in the urine @DRUG$ ramiprilat and the glucuronate conjugate of ramiprilat .	@DRUG$ is metabolized by both hepatic and renal mechanisms to produce a glucuronate conjugate and a diketopiperazine derivative. However, most of the drug is excreted in the urine as @DRUG$ ramiprilat and the glucuronate conjug	0
0	CYP2J2 and CYP2C19 are the major enzymes responsible for metabolism of @DRUG$ and @DRUG$ in human liver microsomes and recombinant P450 assay systems.	CYP2J2 and CYP2C19 are the major enzymes responsible for for metabolism of @DRUG$ and @DRUG$ in human liver colored microsomes and recombinant P450 assay systems .	CYP2J2 and CYP2C19 are the major enzymes responsible for metabolism of @DRUG$ recombinant @DRUG$ in and liver microsomes and human P450 assay systems .	CYP2J2 and CYP2C19 are the major enzymes responsible metabolism @DRUG$ and @DRUG$ in human microsomes and recombinant assay .	CYP2J2 and CYP2C19 are the enzymes that are responsible for the metabolism of @DRUG$ and @DRUG$ in human liver microsomes and recombinant P450 assay systems.	0
0	@DRUG$ of December 1, 2017, nine antibody therapeutics (ibalizumab, burosumab, tildrakizumab, caplacizumab, erenumab, fremanezumab, galcanezumab, romosozumab, @DRUG$) were in regulatory review in the EU or US, and regulatory actions on their marketing applications are expected by the end of 2018.	@DRUG$ of December  , 2017 , baseball club antibody therapeutics ( ibalizumab , burosumab , tildrakizumab , caplacizumab , erenumab , fremanezumab , galcanezumab , romosozumab , @DRUG$ ) were in regulative review in the EU or us , and regulative actions on their marketing applications programme are expected by the end of 2018 .	@DRUG$ antibody December 1 , 2017 , nine of therapeutics ( ibalizumab marketing burosumab , tildrakizumab of caplacizumab , erenumab , fremanezumab , galcanezumab , romosozumab , @DRUG$ actions were in regulatory review in the EU or US , and regulatory ) on their , applications are expected by the end , 2018 .	@DRUG$ of December 1 , 2017 nine antibody therapeutics ( ibalizumab , burosumab tildrakizumab , caplacizumab , erenumab , fremanezumab , galcanezumab , @DRUG$ ) were in regulatory review in the EU or US , and regulatory on their are expected of 2018 .	@DRUG$ is a list of nine antibody therapeutics that are in regulatory review in the EU or US, and regulatory actions on their marketing applications are expected by the end of 2018.	1
0	This investigation shows the effective removal of mercury (II) ions from contaminated surface waters by modified magnetic iron oxide nanoparticles (M-MIONPs) with @DRUG$ @DRUG$ an efficient adsorbent.	This investigation shows the effective removal of mercury ( deuce ) ions from polluted surface waters by modified magnetic branding iron oxide nanoparticles ( M- MIONPs ) with @DRUG$ @DRUG$ an efficient adsorbent .	This investigation shows the by removal of mercury waters II ) ions oxide contaminated surface ( effective modified magnetic iron from nanoparticles ( M- MIONPs ) with @DRUG$ @DRUG$ an efficient adsorbent .	This investigation the effective removal of mercury ( II ) ions from contaminated by modified magnetic iron oxide nanoparticles ( M- MIONPs ) with @DRUG$ @DRUG$ an efficient adsorbent .	The modified magnetic iron oxide nanoparticles with @DRUG$ are an efficient adsorbent for removing mercury ( II ) ions from contaminated surface waters.	1
0	Absorption, excretion, and retention of selenium from a high selenium @DRUG$ in men with a high intake of @DRUG$.	concentration , excretion , and memory of selenium from a high selenium @DRUG$ in men with a high intake of @DRUG$ .	Absorption a excretion , and retention of from selenium a high selenium @DRUG$ in men with , high intake of @DRUG$ .	Absorption , excretion , and retention from a high selenium @DRUG$ in with a high intake of @DRUG$ .	The absorption, excretion, and retention of selenium from a high selenium @DRUG$ in men with a high intake of @DRUG$.	0
0	It is unknown whether the @DRUG$ receptor antagonist @DRUG$ exerts a renoprotective effect on patients with type 2 diabetes and diabetic nephropathy independent of its hypotensive effects.	It is unknown whether the @DRUG$ receptor antagonist @DRUG$ exerts a renoprotective effect on patients with eccentric 2 diabetes and diabetic nephropathy independent of its hypotensive force .	type is unknown whether the @DRUG$ receptor antagonist @DRUG$ exerts a renoprotective effect on patients with It effects diabetes and diabetic nephropathy independent of its hypotensive 2 .	is unknown whether the @DRUG$ receptor antagonist @DRUG$ exerts a renoprotective effect on patients with type 2 diabetes and diabetic nephropathy independent its hypotensive effects .	It is unknown whether @DRUG$ (the drug) receptor antagonist @DRUG$ (the drug) exerts a renoprotective effect on patients with type 2 diabetes and diabetic nephropathy (kidney damage) independent of its hypotensive effects (lowering blood pressure).	0
0	@DRUG$ has greater potency than other AIs, including @DRUG$, exemestane, formestane, and aminoglutethimide.	@DRUG$ has greater potency than other AIs , admit @DRUG$ , exemestane , formestane , and aminoglutethimide .	@DRUG$ has greater potency than other AIs including , @DRUG$ , exemestane , formestane , and aminoglutethimide .	@DRUG$ has greater potency than other AIs , including @DRUG$ , exemestane , formestane , and aminoglutethimide .	@DRUG$ is more potent than other AIs, including @DRUG$, exemestane, formestane, and aminoglutethimide.	0
0	For the remainder of satisfaction measures though, patients who were dissatisfied with @DRUG$ reported equal duration of coverage and satisfaction with desloratadine as @DRUG$.	For the residual of satisfaction measures though , patients who were dissatisfied with @DRUG$ reported adequate duration of coverage and satisfaction with desloratadine as @DRUG$ .	For the remainder of satisfaction measures though , patients who were dissatisfied with @DRUG$ reported equal duration of coverage and with as desloratadine satisfaction @DRUG$ .	For the remainder of satisfaction measures though patients who were dissatisfied with @DRUG$ reported duration of coverage and satisfaction with desloratadine as @DRUG$ .	For the remainder of satisfaction measures though , patients who were dissatisfied with @DRUG$ reported equal duration of coverage and satisfaction with desloratadine as @DRUG$ ."In other words, patients who were dissatisfied with DRUGA reported equal duration of coverage and satisfaction with desloratad	0
0	@DRUG$ is a macrolide antibiotic that is particularly attractive @DRUG$ an antimalarial because of its safety in children and the extensive experience with its use during pregnancy.	@DRUG$ is a macrolide antibiotic that is particularly attractive @DRUG$ an antimalarial because of its safety in tiddler and the broad experience with its use during pregnancy .	@DRUG$ is a macrolide antibiotic extensive its particularly attractive @DRUG$ an antimalarial because of is safety in children and the that experience with its use during pregnancy .	@DRUG$ is a macrolide antibiotic that particularly attractive @DRUG$ an antimalarial because of its safety in children and the extensive experience with its use during pregnancy .	@DRUG$ is a safe and effective antibiotic that is particularly useful for treating malaria, especially in children.	1
1	Antidepressants and @DRUG$ both produce multiple pharmacologic effects that may contribute to peripheral analgesia; such actions include block of peripheral N-methyl-D-aspartate receptors, local anesthetic properties, and interactions with @DRUG$ systems.	Antidepressants and @DRUG$ both produce multiple pharmacological effects that may contribute to peripheral analgesia ; such carry through include block of peripheral N-methyl - D-aspartate receptors , local anaesthetic agent properties , and interactions with @DRUG$ systems .	Antidepressants contribute @DRUG$ both produce multiple with effects that may and to peripheral analgesia ; such actions include block of peripheral N-methyl anesthetic D-aspartate receptors , local - properties , and interactions pharmacologic @DRUG$ systems .	Antidepressants @DRUG$ both produce multiple pharmacologic effects that may contribute to peripheral analgesia ; such actions include block of peripheral N-methyl - D-aspartate receptors , local anesthetic properties , and interactions with @DRUG$ systems .	Antidepressants and @DRUG$ both produce multiple pharmacologic effects that may contribute to peripheral analgesia ; such actions include block of peripheral N-methyl - D-aspartate receptors , local anesthetic properties , and interactions with @DRUG$ systems ."This means that antidepressants and DRUG	0
0	XR5944 was 40- to 300-fold more potent than the other cytotoxics tested, such @DRUG$ @DRUG$, topotecan, and paclitaxel.	XR5944 was 40 - to three hundred - fold more potent than the other cytotoxics screen , such @DRUG$ @DRUG$ , topotecan , and paclitaxel .	XR5944 40 was - topotecan 300 - fold more potent than the other cytotoxics tested , such @DRUG$ @DRUG$ , to , and paclitaxel .	XR5944 40 - to 300 - fold more potent other cytotoxics tested , @DRUG$ @DRUG$ , , and paclitaxel	XR5944 was 40 - to 300 - fold more potent than the other cytotoxics tested, such as @DRUG$, @DRUG$, topotecan, and paclitaxel.	0
0	The tolerability profile of caspofungin was similar to that of fluconazole and superior to that of @DRUG$ deoxycholate and liposomal amphotericin B. Therefore, in the appropriate indications, @DRUG$ is a viable alternative to amphotericin B deoxycholate, liposomal amphotericin B or fluconazole.	The tolerability visibility of caspofungin was similar to that of fluconazole and higher up to that of @DRUG$ deoxycholate and liposomal amphotericin b . Therefore , in the appropriate indications , @DRUG$ is a viable substitute to amphotericin b deoxycholate , liposomal amphotericin b or fluconazole .	The fluconazole profile of amphotericin was similar to that of tolerability and superior Therefore that of @DRUG$ deoxycholate and or amphotericin B . to , in the appropriate indications , @DRUG$ is a viable alternative to caspofungin B deoxycholate , liposomal amphotericin B liposomal fluconazole .	The tolerability profile of caspofungin was similar to that of fluconazole and superior that of @DRUG$ deoxycholate liposomal amphotericin B . Therefore , the appropriate indications , is viable alternative to amphotericin B deoxycholate , liposomal amphotericin B or fluconazole .	Caspofungin is just as tolerable as fluconazole, and it is better tolerated than both amphotericin B deoxycholate and liposomal amphotericin B. Therefore, in the appropriate indications, caspofungin is a viable alternative to amphotericin	1
0	In comparative studies, cefuroxime sequential therapy was as effective as amoxicillin/ @DRUG$ sequential therapy and full courses of parenteral cefuroxime, @DRUG$ or cefoperazone.	In comparative studies , cefuroxime sequential therapy was as in force as amoxicillin / @DRUG$ sequential therapy and full courses of parenteral cefuroxime , @DRUG$ or cefobid .	In comparative studies , cefuroxime sequential parenteral was full effective as amoxicillin / @DRUG$ sequential therapy and as courses of therapy cefuroxime , @DRUG$ or cefoperazone .	In studies , cefuroxime sequential therapy was as effective as amoxicillin / @DRUG$ sequential therapy and courses of parenteral cefuroxime , @DRUG$ cefoperazone .	Cefuroxime sequential therapy was as effective as amoxicillin / @DRUG$ sequential therapy and full courses of parenteral cefuroxime , @DRUG$ or cefoperazone .	0
0	The chemical disinfectants included chlorine, phenol, @DRUG$ and several quaternary ammonium salts, while the two pharmaceutical preparations contained @DRUG$ and terbinafine as active agents.	The chemical disinfectant included chlorine , phenol , @DRUG$ and several quaternary ammonium salts , while the ii pharmaceutical preparations contained @DRUG$ and terbinafine as active agents .	The chemical disinfectants included chlorine , phenol and @DRUG$ and several quaternary ammonium as , while the two pharmaceutical preparations contained @DRUG$ , terbinafine salts active agents .	The chemical disinfectants included chlorine , , @DRUG$ and several quaternary ammonium salts , while the two pharmaceutical preparations contained @DRUG$ and terbinafine as agents .	The chemical disinfectants included chlorine , phenol , @DRUG$ and several quaternary ammonium salts , while the two pharmaceutical preparations contained @DRUG$ and terbinafine as active agents .	0
0	In this overview, we discuss the discovery and development of topiramate (@DRUG$) @DRUG$ an anticonvulsant, including notable aspects of its chemical, biologic, and pharmacokinetic properties.	indium this overview , we discuss the discovery and development of topiramate ( @DRUG$ ) @DRUG$ an anticonvulsant , including famous aspects of its chemical substance , biologic , and pharmacokinetic properties .	In this , an we discuss the discovery biologic development of topiramate ( @DRUG$ ) @DRUG$ , anticonvulsant overview including notable aspects of its chemical , and , and pharmacokinetic properties .	this overview , we discuss the discovery and of topiramate ( @DRUG$ ) @DRUG$ an anticonvulsant , including aspects its chemical , biologic , and pharmacokinetic properties .	@DRUG$ is an anticonvulsant that was discovered and developed, including notable aspects of its chemical, biologic, and pharmacokinetic properties.	1
0	Twelve neutral free amino acids, i.e. serine, threonine, glutamine, asparagine, alanine, @DRUG$, methionine, tyrosine, valine, @DRUG$, isoleucine and phenylalanine, were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	Twelve neutral discharge amino acids , ie serine , threonine , glutamine , asparagine , alanine , @DRUG$ , methionine , tyrosine , valine , @DRUG$ , isoleucine and phenylalanine , were surveyed for the presence of D-enantiomers in plasm samples from affected role with nephritic diseases and from normal subjects .	Twelve neutral surveyed normal acids , i.e. serine , threonine , glutamine , asparagine , alanine , @DRUG$ , methionine , tyrosine , valine , @DRUG$ , isoleucine and for , were with phenylalanine the presence of D-enantiomers in plasma samples from subjects free renal diseases and from amino patients .	Twelve neutral free amino acids , i.e. serine , threonine , glutamine , asparagine , alanine , @DRUG$ , methionine , tyrosine , valine , @DRUG$ isoleucine and phenylalanine , were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	Twelve neutral free amino acids were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	1
0	The results showed that plasma clearance and volume of distribution values of TP were respectively 6 and 10 times larger than those of @DRUG$ (ClC = 4.7 l/h/kg and ClTP = 33.3 l/h/kg; VdC = 1.9 l/kg and VdTP = 21.7 @DRUG$/kg).	The results showed that plasma headroom and volume of distribution economic value of TP were severally 6 and  times larger than those of @DRUG$ ( ClC = 4.7 l/h/ kilogram and ClTP = 33.3 l/h/kg ; VdC = 1.9 l/ kilogram and VdTP = 21.7 @DRUG$ / kilogram ) .	VdC results showed kg plasma clearance and volume of distribution values of TP were respectively 6 and 10 ; larger than those of @DRUG$ ( 4.7 = ClC l/h/ kg and ClTP = 33.3 l/h/kg times The = 1.9 l/ kg and VdTP = 21.7 @DRUG$ / that ) .	results showed that clearance and volume of distribution values of TP were respectively 6 and times larger than those of @DRUG$ ( ClC = l/h/ kg and ClTP = 33.3 l/h/kg ; VdC = 1.9 kg and VdTP = 21.7 @DRUG$ / kg )	The results showed that plasma clearance and volume of distribution values of TP were respectively 6 and 10 times larger than those of @DRUG$ ( ClC = 4.7 l/h/ kg and ClTP = 33.3 l/h/kg ; VdC = 1.9 l/	1
0	Nicorandil relaxes coronary vascular smooth muscle by stimulating guanylyl cyclase and increasing @DRUG$ (cGMP) levels (as shown first in our laboratory) as well @DRUG$ by a second mechanism resulting in activation of K+ channels and hyperpolarization.	Nicorandil relaxes coronary vascular smooth muscleman by stimulating guanylyl cyclase and increasing @DRUG$ ( cGMP ) levels ( as shown first in our research lab ) as well @DRUG$ by a endorsement mechanism resulting in activation of chiliad + channels and hyperpolarization .	Nicorandil relaxes coronary a smooth muscle by stimulating guanylyl cyclase and increasing @DRUG$ ( cGMP ) levels in as shown first ( of laboratory ) as well @DRUG$ by vascular second mechanism hyperpolarization in activation our K + channels and resulting .	Nicorandil relaxes coronary vascular muscle by stimulating guanylyl cyclase and increasing @DRUG$ ) levels ( as shown first in our laboratory ) as well @DRUG$ a second mechanism resulting in activation of + channels and hyperpolarization .	Nicorandil relaxes coronary vascular smooth muscle by stimulating guanylyl cyclase and increasing @DRUG$ ( cGMP ) levels. @DRUG$ also activates K + channels and hyperpolarizes the cells, but this is a separate mechanism from the increase in cGMP levels	0
0	Lopinavir /Ritonavir, Nucleoside analogues, Neuraminidase inhibitors, @DRUG$, peptide (EK1), abidol, RNA synthesis inhibitors (such as TDF, 3TC), anti-inflammatory drugs (such @DRUG$ hormones and other molecules), Chinese traditional medicine, such ShuFengJieDu Capsules and Lianhuaqingwen Capsule, could be the drug treatment options for 2019-nCoV.	Lopinavir / Ritonavir , nucleoside analogues , Neuraminidase inhibitor , @DRUG$ , peptide ( EK1 ) , abidol , RNA synthesis inhibitor ( such as TDF , 3TC ) , anti-inflammatory drugs ( such @DRUG$ hormones and other corpuscle ) , formosan traditional medicament , such ShuFengJieDu space capsule and Lianhuaqingwen Capsule , could be the drug treatment options for 2019 - nCoV .	Lopinavir molecules Ritonavir , Nucleoside analogues , Neuraminidase inhibitors , @DRUG$ , and ( EK1 ) , abidol , traditional synthesis inhibitors ( such , TDF , 3TC ) , anti-inflammatory drugs Lianhuaqingwen such @DRUG$ hormones , other / ) , Chinese RNA medicine as such ShuFengJieDu Capsules and ( Capsule peptide could be the drug treatment options for 2019 - nCoV .	Lopinavir / Ritonavir , Nucleoside analogues , Neuraminidase inhibitors , @DRUG$ , peptide ( EK1 ) , abidol , inhibitors ( such as TDF , anti-inflammatory drugs ( such @DRUG$ hormones and molecules ) , Chinese traditional , such ShuFengJieDu Capsules and Lianhuaqingwen Capsule , be the drug treatment for 2019 - nCoV .	@DRUG$ is a drug that is used to treat @DRUG$, which is a virus that causes the 2019-nCoV outbreak.	0
0	This is the first report of L /@DRUG$-@DRUG$ in humans.	This is the first write up of L / @DRUG$ - @DRUG$ in humans .	This / the first report of L is @DRUG$ - @DRUG$ in humans .	This is the first report of L / @DRUG$ - @DRUG$ in .	We have never seen this relationship between @DRUG$ and @DRUG$ before in humans.	0
0	Safety and efficacy data of the recently approved medications including aclidinium, glycopyrronium, @DRUG$, and @DRUG$ are reviewed here.	safety device and efficacy data of the recently approved medications including aclidinium , glycopyrronium , @DRUG$ , and @DRUG$ are critique here .	approved and efficacy data of the recently Safety medications including aclidinium , glycopyrronium , @DRUG$ , reviewed @DRUG$ are and here .	Safety and efficacy data of the recently approved medications including aclidinium glycopyrronium , @DRUG$ , and @DRUG$ are reviewed here .	The safety and efficacy of recently approved medications, including aclidinium, glycopyrronium, @DRUG$, and @DRUG$, are reviewed here.	0
0	Oocytes expressing LAT1-4F2hc or LAT2-4F2hc demonstrated enhanced uptake of [(14)C]MeHg when administered as the L-cysteine or @DRUG$,L-homocysteine complexes, but not when administered as the D-@DRUG$, N -acetyl-L-cysteine, penicillamine or GSH complexes.	oocyte expressing LAT1 - 4F2hc or LAT2 - 4F2 hc demo enhance uptake of [ ( 14 ) blow ] MeHg when administered as the L-cysteine or @DRUG$ , L-homocysteine complex , but not when administered as the D-@DRUG$ , N - acetyl - L-cysteine , penicillamine or GSH complex .	Oocytes expressing LAT1 - 4F2hc 4F2 LAT2 - or hc demonstrated complexes uptake of [ L-cysteine 14 ) or ] MeHg when administered as the L-cysteine or @DRUG$ , L-homocysteine enhanced , but not when administered as the D-@DRUG$ , N - acetyl - ( , penicillamine C complexes GSH .	Oocytes expressing LAT1 - 4F2hc LAT2 - 4F2 hc demonstrated enhanced uptake of [ ( 14 ) C ] MeHg when administered as the L-cysteine or , L-homocysteine complexes , but not when as the D-@DRUG$ , N - acetyl - L-cysteine , penicillamine or GSH complexes .	Oocytes expressing LAT1 - 4F2hc or LAT2 - 4F2 hc demonstrated enhanced uptake of [ ( 14 ) C ] MeHg when administered as the L-cysteine or @DRUG$ , L-homocysteine complexes , but not when administered as	1
0	@DRUG$ 4 to 8 @DRUG$ once daily significantly reduces supine systolic blood pressure (SBP) and diastolic blood pressure (DBP) from baseline values in hypertensive patients.	@DRUG$ four to 8 @DRUG$ once day by day significantly reduces resistless systolic blood pressure ( SBP ) and diastolic blood pressure ( DBP ) from baseline values in hypertensive patients .	@DRUG$ daily to 8 @DRUG$ blood 4 patients reduces supine systolic blood pressure ( SBP ) and diastolic once pressure ( DBP ) from baseline values in hypertensive significantly .	@DRUG$ 4 to 8 @DRUG$ once significantly reduces systolic blood pressure ( ) and diastolic blood pressure ( DBP ) from baseline values in hypertensive patients .	If you take @DRUG$ 4 to 8 times per day, it will significantly reduce your blood pressure from baseline values.	1
0	At 48 h, mean(s.@DRUG$.) portal venous @DRUG$ was 85(5) per cent of the systemic levels (253(80) compared with 296(90) mumol/ml, P less than 0.002).	astatine 48 h , mean ( s . @DRUG$ . ) vena portae venous @DRUG$ was 85 ( quintet ) per cent of the systemic levels ( 253 ( 80 ) compared with 296( 90 ) mumol / cubic centimetre , P less than 0.002 ) .	5 48 h , mean ( s . @DRUG$ . compared portal venous @DRUG$ was 85 of At ) per cent ( the systemic ml ( 253 ( 80 ) ) with 296( 90 ) mumol / levels , P less than 0.002 ) .	At 48 h , mean ( s . @DRUG$ . ) portal venous @DRUG$ was 85 ( 5 ) per cent of the systemic levels ( 253 ( 80 ) compared 296( 90 ) mumol / ml , P than 0.002 ) .	At 48 h, mean (s. @DRUG$.) portal venous @DRUG$ was 85 (5) per cent of the systemic levels (253 (80) compared with 296(90) mumol/ml, P less than 0.002).	0
0	Both produced similar initial rises in serum 25OHD over the first 3 d, but 25OHD continued to rise in the D(3)-treated subjects, peaking at 14 d, whereas serum 25OHD fell rapidly in the D(2)-treated subjects and was not different from baseline at 14 d. Area under the curve (AUC) to @DRUG$ 28 was 60.2 ng.d/ml (150.5 nmol.d/liter) for vitamin D(2) and 204.7 (511.8) for vitamin D(3) (@DRUG$ < 0.002).	Both produced similar initial rises in serum 25OHD over the for the first time 3 d , but 25OHD continued to arise in the D ( 3 ) - treated subjects , peaking at 14 d , whereas serum 25OHD cut down apace in the D ( 2 ) - treated subjects and was not unlike from service line at 14 d. surface area under the curve ( united self defense group of colombia ) to @DRUG$ xxviii was 60.2 ng.d / ml ( 150.5 nmol.d/ litre ) for vitamin D ( 2 ) and 204.7 ( 511.8 ) for vitamin D ( 3 ) ( @DRUG$ < 0.002 ) .	Both produced similar initial rises in serum 25OHD over whereas first 3 d , at 25OHD continued to rise in the D ( 3 not - treated subjects , peaking and 14 d , the serum ml fell rapidly in the D ( 2 but - treated subjects and ) ) 511.8 from 28 was 14 d. Area 60.2 the curve ( AUC ) to @DRUG$ baseline was under ng.d / 25OHD ( 150.5 nmol.d/ liter ) for vitamin D ( 2 ) at 204.7 ( different ) for vitamin D ( 3 ) ( @DRUG$ < 0.002 ) .	Both produced similar initial rises in 25OHD the 3 d , but 25OHD continued to rise in the D 3 ) - treated subjects , at 14 d , whereas serum 25OHD fell in the D ( 2 ) - treated subjects was not different from baseline at 14 d. Area under curve ( AUC ) to @DRUG$ 28 was 60.2 ng.d / ml ( 150.5 nmol.d/ liter ) vitamin D ( 2 ) and 204.7 ( 511.8 ) for vitamin D ( 3 ( @DRUG$ < 0.002 ) .	Both drugs produced similar initial rises in serum 25OHD over the first 3 days, but 25OHD continued to rise in the D3-treated subjects, peaking at 14 days, whereas serum 25OHD fell rapidly in the D2-treated subjects and was not different from baseline at 14	1
0	In 1997, the assay sensitivity for @DRUG$ in water was improved from 0.4 @DRUG$/L (ppm) to 4 microg/L (ppb).	indium 1997 , the try sensitivity for @DRUG$ in water was improved from 0.4 @DRUG$ / L ( ppm ) to 4 microg / L ( ppb ) .	In 1997 water the assay sensitivity for @DRUG$ in , was improved from 0.4 @DRUG$ / L ppm ( ) to 4 microg / L ( ppb ) .	In 1997 , the assay sensitivity for @DRUG$ water was improved 0.4 @DRUG$ / L ( ppm ) to 4 microg / L ( ppb ) .	The assay sensitivity for @DRUG$ in water was improved from 0.4 @DRUG$ / L ( ppm ) to 4 microg / L ( ppb ) .	0
0	In this study we have investigated the effects of increased intracellular levels of @DRUG$ on the antineoplastic action of @DRUG$ and the related antileukemic drug, cytosine arabinoside (ARA-C).	In this study we have investigated the effects of increase intracellular levels of @DRUG$ on the antineoplastic action of @DRUG$ and the related antileukemic drug , c arabinoside ( ARA - ascorbic acid ) .	In this study we have related the effects of arabinoside cytosine levels of @DRUG$ on the antineoplastic action of @DRUG$ and the investigated antileukemic drug , intracellular increased ( ARA - C ) .	In this study we have investigated the effects of increased intracellular levels of @DRUG$ on the antineoplastic action of @DRUG$ and the related antileukemic drug , cytosine arabinoside ( ARA - ) .	We found that increasing the levels of @DRUG$ in cells makes the antineoplastic (cancer-fighting) effects of @DRUG$ stronger, and also increases the effectiveness of the related antileukemic drug ARA-C.	0
0	@DRUG$ appears to be a safe and effective oral antibiotic for the treatment of pneumococcal pneumonia and other infections of the lower respiratory tract, and is as effective @DRUG$ erythromycin, doxycycline or cephradine.	@DRUG$ appears to be a safe and effective oral antibiotic drug for the treatment of pneumococcal pneumonia and other contagion of the lower respiratory nerve pathway , and is as effective @DRUG$ erythromycin , doxycycline or cephradine .	@DRUG$ appears and be a safe and effective oral antibiotic infections the treatment of pneumococcal pneumonia to other for of the lower is tract , and respiratory as effective @DRUG$ erythromycin , doxycycline or cephradine .	@DRUG$ appears to a safe and effective oral antibiotic for the treatment of pneumococcal pneumonia other infections of the lower respiratory tract , and is as effective @DRUG$ erythromycin , doxycycline or cephradine .	@DRUG$ is a safe and effective oral antibiotic for the treatment of pneumococcal pneumonia and other infections of the lower respiratory tract, and is as effective as erythromycin, doxycycline, or cephradine.	1
0	The lipophilicities of these nitrones were estimated by determining their partition coefficients in an @DRUG$/@DRUG$ system.	The lipophilicities of these nitrones were guess by determining their partition coefficients in an @DRUG$ / @DRUG$ system .	The lipophilicities of these nitrones were estimated by determining their coefficients partition in an @DRUG$ / @DRUG$ system .	The lipophilicities of these nitrones estimated by determining their coefficients in an @DRUG$ / @DRUG$ system .	The more lipophilic a molecule is, the more likely it is to partition into the @DRUG$ phase.	1
0	A third study compared a water-soluble formulation to a placebo; and in the fourth study a fat-soluble formulation of vitamin E was assessed against placebo.At one month, three months and six months, @DRUG$-soluble @DRUG$ significantly improved serum vitamin E levels compared with control: at one month, two studies, mean difference 17.66 (95% confidence interval 10.59 to 24.74); at three months, one study, mean difference 11.61 (95% confidence interval 4.77 to 18.45); and at six months, one study, mean difference 19.74 (95% confidence interval 13.48 to 26.00).	A third study compared a urine -soluble expression to a placebo ; and in the fourth study a fat-soluble expression of vitamin E was assessed against placebo . astatine one calendar month , threesome month and  month , @DRUG$ - soluble @DRUG$ significantly improved blood serum vitamin E spirit level compared with control : at one calendar month , two studies , think difference 17.66 ( 95 % confidence musical interval 10.59 to 24.74 ) ; at threesome month , one study , think difference 11.61 ( 95 % confidence musical interval 4.77 to 18.45 ) ; and at  month , one study , think difference 19.74 ( 95 % confidence musical interval 13.48 to 26.00 ) .	A third study compared a water -soluble formulation to a mean ; and in E fourth study a fat-soluble formulation of against the was , vitamin placebo . At one and month improved months and six months , @DRUG$ - soluble @DRUG$ significantly three serum , 13.48 levels compared with control : at one , , two studies months ) difference 17.66 ( 95 % confidence interval 10.59 to 24.74 mean ; at three months , one study assessed mean difference 11.61 ( 95 % confidence interval 4.77 to 18.45 ) ; month at six vitamin , one study , placebo difference 19.74 ( 95 % confidence interval E to 26.00 ) .	third study compared a water -soluble formulation to a placebo ; and in fourth study a fat-soluble formulation of vitamin E was assessed against placebo . At one , three months and six months , soluble @DRUG$ significantly improved serum vitamin E levels compared with control : at month two studies , mean difference 17.66 ( 95 % interval 10.59 to 24.74 ) ; at three months , one study , mean difference 11.61 95 % confidence interval 4.77 to 18.45 ) ; and at six months , one study , mean difference 19.74 ( 95 % confidence interval 13.48 to 26.00 ) .	A third study compared a water -soluble formulation to a placebo ; and in the fourth study a fat-soluble formulation of vitamin E was assessed against placebo . At one month , three months and six months , @DRUG$ - soluble @DRUG$ significantly improved serum vitamin E levels compared with control	0
0	In the last @DRUG$ years, @DRUG$ and pregabalin have been becoming dispensed broadly and sold on black markets, thereby, exposing millions to potential side-effects.	indiana the in conclusion @DRUG$ years , @DRUG$ and pregabalin have been becoming dispensed broadly and sold on black markets , thereby , exposing millions to potential side-effects .	In the last @DRUG$ years , @DRUG$ and pregabalin have been becoming dispensed broadly and millions on black markets thereby , , exposing sold to potential side-effects .	In the last @DRUG$ years , @DRUG$ and pregabalin have becoming dispensed broadly and sold on black , thereby , exposing to potential side-effects .	@DRUG$ and @DRUG$ have been becoming increasingly popular and more widely available, which has led to millions of people being exposed to potential side effects.	0
0	These data show that PDGF-@DRUG$ is overexpressed in mesangioproliferative states and can act @DRUG$ an auto-, para-, or even endocrine glomerular cell mitogen, indicating that antagonism of PDGF-D may represent a novel therapeutic approach to mesangioproliferative glomerulonephritides.	These datum show that PDGF - @DRUG$ is overexpressed in mesangioproliferative states and can act @DRUG$ an auto- , para- , or even ductless gland glomerular cadre mitogen , indicating that antagonism of PDGF - D may exemplify a novel therapeutic approach to mesangioproliferative glomerulonephritides .	show data These that PDGF - @DRUG$ is overexpressed and mesangioproliferative states in can act @DRUG$ an auto- , para- , or even endocrine glomerular cell mitogen , indicating that antagonism represent PDGF - approach may of a novel therapeutic D to mesangioproliferative glomerulonephritides .	These data show that PDGF - @DRUG$ overexpressed in mesangioproliferative states and can act @DRUG$ an , para- or even endocrine cell mitogen , indicating that antagonism of PDGF - may represent a novel therapeutic approach to mesangioproliferative glomerulonephritides .	@DRUG$ is overexpressed in mesangioproliferative states, and it can act as an auto-, para-, or even endocrine glomerular cell mitogen. This suggests that antagonism of PDGF-D may represent a novel therapeutic approach to mesangioproliferative	1
0	Exogenous administration of CCK-2 receptor agonists, such @DRUG$ @DRUG$-tetrapeptide and pentagastrin, provoke panic attacks in man.	exogenous administration of CCK - deuce receptor agonists , such @DRUG$ @DRUG$ - tetrapeptide and pentagastrin , provoke panic attacks in man .	Exogenous administration of - - 2 receptor , agonists such @DRUG$ @DRUG$ CCK tetrapeptide and pentagastrin , provoke panic attacks in man .	Exogenous administration of CCK - 2 receptor , such @DRUG$ @DRUG$ - tetrapeptide and pentagastrin , provoke panic attacks in man .	When you give people drugs that activate the CCK-2 receptor, it causes them to have panic attacks.	1
1	@DRUG$ (50 mg) completely abolished GH peaks in two of four subjects, whereas @DRUG$ (30 mg), phenobarbital (97 mg), diphenylhydantoin (90 mg), chlordiazepoxide (20 mg), and isocarboxazid (30 mg) did not inhibit GH peaks.	@DRUG$ (  atomic number  ) completely abolished GH peaks in two of  subjects , whereas @DRUG$ ( xxx atomic number  ) , phenobarbital ( 97 atomic number  ) , phenytoin ( 90 atomic number  ) , chlordiazepoxide ( 20 atomic number  ) , and isocarboxazid ( xxx atomic number  ) did not inhibit GH peaks .	@DRUG$ ( 30 mg ) completely abolished GH peaks , two of four subjects GH whereas @DRUG$ ( 30 mg ) in phenobarbital ( ( mg ) , diphenylhydantoin ( 90 mg ) , chlordiazepoxide ( 20 mg ) , ) isocarboxazid 97 50 mg and did not inhibit , peaks .	@DRUG$ 50 mg ) completely abolished GH peaks in two of four subjects whereas @DRUG$ ( 30 mg ) , phenobarbital ( 97 mg ) , diphenylhydantoin ( 90 mg ) , chlordiazepoxide ( 20 mg ) , and isocarboxazid ( 30 mg ) did not inhibit GH peaks .	@DRUG$ ( 50 mg ) completely abolished GH peaks in two of four subjects , whereas @DRUG$ ( 30 mg ) did not inhibit GH peaks .	0
1	A total of 45 patients with generalized anxiety disorder were treated twice daily for 2 weeks, on a double-blind basis, with 0.5 mg etizolam, 0.5 mg @DRUG$ or 3 mg @DRUG$, and symptoms were assessed using Hamilton's rating scale for anxiety and Hamilton's rating scale for depression.	A total of xlv patients with generalized anxiety disorder were hardened twice daily for 2 hebdomad , on a double - unreasoning basis , with 0.5 mg etizolam , 0.5 mg @DRUG$ or tierce mg @DRUG$ , and symptoms were assessed using Hamilton 's rating scale for anxiety and Hamilton 's rating scale for depression .	A double of 45 patients with generalized anxiety for were disorder twice daily for 2 weeks , on a total - blind basis , with 0.5 mg etizolam , 0.5 mg @DRUG$ or 3 mg @DRUG$ , symptoms and using assessed were Hamilton 's rating scale treated anxiety and Hamilton 's rating scale for depression .	total of 45 patients with generalized anxiety were treated twice daily for 2 weeks , on a double - basis , with 0.5 mg etizolam , 0.5 mg @DRUG$ or 3 mg @DRUG$ and symptoms were assessed using Hamilton 's rating scale for anxiety and Hamilton 's rating scale for depression .	@DRUG$ and @DRUG$ are both medications used to treat anxiety and depression. They are both effective in reducing symptoms, but DRUGA is slightly more effective than DRUGB.	0
1	The influence of mepiprazole (EMD 16,923), a new pyrazol-ylalkyl-@DRUG$ derivative, on the uptake of 3H-norepinephrine (NE), 3H-dopamine (DA), and 3H-serotonin (5-HT) into rat brain synaptosomes from cerebral cortex, corpus striatum, and hypothalamus was investigated in comparison with several psychotropic drugs, including oxypertine, d-amphetamine, imipramine, desipramine, @DRUG$, amitriptyline, and chlorpromazine in vitro.	The influence of mepiprazole ( EMD 16,923 ) , a new pyrazol- ylalkyl - @DRUG$ derivative , on the uptake of 3H - noradrenaline ( nor east ) , 3H - dopamine ( da ) , and 3H - serotonin ( quintet - HT ) into rat brain synaptosomes from cerebral cerebral mantle , corpus striatum , and hypothalamus was investigated in comparison with several psychoactive drugs , including oxypertine , d-amphetamine , imavate , desipramine , @DRUG$ , amitriptyline , and thorazine in vitro .	The influence of mepiprazole ( EMD 16,923 ) , a new NE ylalkyl - @DRUG$ derivative , on the uptake of corpus - norepinephrine d-amphetamine from ) , striatum - dopamine ( DA ) , and 3H - serotonin ( 5 - HT ) into psychotropic brain synaptosomes pyrazol- cerebral cortex , 3H 3H , and hypothalamus was investigated in comparison with , rat drugs , including oxypertine , ( , imipramine several desipramine , @DRUG$ , amitriptyline , and chlorpromazine in vitro .	The influence of mepiprazole ( 16,923 , a new pyrazol- ylalkyl - @DRUG$ derivative , on the uptake of 3H - norepinephrine ( NE ) , dopamine DA ) , and 3H - serotonin 5 - HT ) into rat synaptosomes from cerebral , corpus striatum and hypothalamus was investigated in comparison with several psychotropic drugs , including oxypertine , d-amphetamine , imipramine , , @DRUG$ , amitriptyline , and chlorpromazine vitro .	The new pyrazol- ylalkyl - @DRUG$ derivative mepiprazole ( EMD 16,923 ) inhibits the uptake of 3H - norepinephrine ( NE ) , 3H - dopamine ( DA ) , and 3H - serotonin ( 5 - HT	1
0	BACKGROUND: Although originally developed @DRUG$ a cytarabine analog more than 40 years ago, @DRUG$ has been the subject of renewed interest in the era of cancer epigenetics.	play down : Although originally developed @DRUG$ a cytarabine analog more than 40 years ago , @DRUG$ has been the subject of renewed pursuit in the era of genus cancer epigenetics .	BACKGROUND : Although originally developed @DRUG$ a cytarabine analog more 40 the years ago has @DRUG$ , been the subject of renewed interest in than era of cancer epigenetics .	BACKGROUND : Although developed @DRUG$ a analog more than 40 years ago @DRUG$ has been the subject of renewed interest in the era epigenetics .	@DRUG$ was originally developed more than 40 years ago, but @DRUG$ has been the subject of renewed interest in the era of cancer epigenetics.	0
0	After 30 min cats were sedated with an IM administration of @DRUG$ (0.02 @DRUG$/kg) and ketamine (5mg/kg).	After 30 min cats were tranquillise with an IM administration of @DRUG$ ( 0.02 @DRUG$ / kg ) and ketamine hydrochloride ( 5mg / kg ) .	After 30 were cats min sedated with an IM administration of @DRUG$ ( 0.02 @DRUG$ / kg ) and ketamine ( 5mg / kg ) .	After 30 min cats were sedated with an IM administration of @DRUG$ 0.02 @DRUG$ / kg ) and ketamine ( 5mg / kg ) .	After 30 minutes, cats were sedated with an injection of @DRUG$ (0.02 @DRUG$/kg) and ketamine (5mg/kg).	0
0	No effect on CYP1A was observed for @DRUG$, suramin, diethylcarbamazine, pyrimethamine, metrifonate, ivermectin, pyrantel artesunate, @DRUG$, atovaquone, melarsoprol, praziquantel, proguanil and dihydroartemisinin.	no burden on CYP1A was keep for @DRUG$ , suramin , diethylcarbamazine , pyrimethamine , metrifonate , ivermectin , pyrantel artesunate , @DRUG$ , atovaquone , melarsoprol , praziquantel , proguanil and dihydroartemisinin .	No effect on CYP1A was observed suramin @DRUG$ , for , diethylcarbamazine praziquantel pyrimethamine , metrifonate , ivermectin , pyrantel artesunate , @DRUG$ , atovaquone , melarsoprol , , , proguanil and dihydroartemisinin .	No effect CYP1A was observed for @DRUG$ , suramin , , pyrimethamine , metrifonate , ivermectin , pyrantel artesunate , @DRUG$ , atovaquone , , praziquantel , proguanil and .	No effect on CYP1A was observed for @DRUG$, suramin, diethylcarbamazine, pyrimethamine, metrifonate, ivermectin, pyrantel, artesunate, @DRUG$, atovaquone	0
0	Mean M/@DRUG$ values of 1.93 and 1.64 were calculated for sertraline and @DRUG$ respectively.	Mean M/@DRUG$ values of 1.93 and 1.64 were forecast for sertraline and @DRUG$ respectively .	Mean M/@DRUG$ values respectively 1.93 and 1.64 were calculated for sertraline and @DRUG$ of .	Mean values of 1.93 and 1.64 were calculated for sertraline and @DRUG$ respectively .	For every 1.93 units of sertraline, there is 1.64 units of @DRUG$.	1
0	Azelastine N-demethylase activity in microsomes from twelve human livers was significantly correlated with @DRUG$ 6beta-hydroxylase activity (r = 0.849, @DRUG$<.0005).	Azelastine N-demethylase activity in microsomes from  human being livers was significantly correlated with @DRUG$ 6beta-hydroxylase activity ( r = 0.849 , @DRUG$ <.0005 ) .	Azelastine N-demethylase , in microsomes from twelve human livers was ) correlated with @DRUG$ 6beta-hydroxylase activity ( r = 0.849 activity @DRUG$ <.0005 significantly .	Azelastine N-demethylase activity in microsomes from twelve human livers was significantly correlated with @DRUG$ 6beta-hydroxylase activity ( = , @DRUG$ ) .	Azelastine N-demethylase activity in microsomes from twelve human livers was significantly correlated with @DRUG$ 6beta-hydroxylase activity ( r = 0.849 , @DRUG$ <.0005 ) ."This means that azelastine	0
0	@DRUG$ is a loop diuretic which is about 6 times @DRUG$ potent as frusemide (furosemide).	@DRUG$ is a loop diuretic which is about 6 times @DRUG$ potent as frusemide ( lasix ) .	@DRUG$ is a loop diuretic which is about 6 times @DRUG$ potent furosemide frusemide ( as ) .	@DRUG$ is a loop diuretic which is about 6 times @DRUG$ potent as frusemide ( furosemide ) .	@DRUG$ is six times more potent than @DRUG$.	0
0	Another objective of the present study was to determine the influence of several parameters on aluminum citrate absorption: with or without 0.1 mmol @DRUG$/L, with aluminum concentration from 3.2, 16, 32, and 48, to 64 mmol/L, media containing 0, 3, or 6 mmol Ca/@DRUG$, with or without phosphorus or glucose.	some other object of the present analyse was to determine the influence of several parameters on aluminum citrate immersion : with or without 0.1 mmol @DRUG$ / L , with aluminum concentration from 3.2 , 16 , 32 , and 48 , to 64 mmol / L , media containing zero , triplet , or 6 mmol Ca / @DRUG$ , with or without phosphorus or glucose .	the objective of the present mmol was to determine containing influence of several / on aluminum / absorption : with or without 0.1 or @DRUG$ citrate L , with aluminum concentration from 3.2 , 16 , 32 , and 48 , to 64 mmol / L , media Another 0 , 3 , or 6 mmol Ca parameters @DRUG$ , with study without phosphorus or glucose .	Another objective of the present study was to determine the influence of parameters aluminum citrate absorption : with or without 0.1 mmol @DRUG$ / L , with aluminum concentration from 3.2 , 16 , 32 , and 48 to 64 mmol / L , media containing 0 , 3 , or 6 mmol Ca / @DRUG$ , with or without phosphorus or	The study found that aluminum absorption was increased when @DRUG$ was present in the media, regardless of the aluminum concentration or the presence of other nutrients.	1
1	In 16 HLMs, a significant correlation was observed between @DRUG$ glucuronidation and both morphine 3-OH glucuronidation (r = 0.966, p < 0.0001) and flurbiprofen glucuronidation (r = 0.937, p < 0.0001), two reactions mainly catalyzed by UGT2B7, whereas no significant correlation was observed between gemfibrozil glucuronidation and either @DRUG$ 3beta-glucuronidation and propofol glucuronidation, two reactions catalyzed by UGT1A1 and UGT1A9, respectively.	inch 16 HLMs , a significant correlational statistics was observed between @DRUG$ glucuronidation and both morphine trinity - OH glucuronidation ( r = 0.966 , p < 0.0001 ) and ansaid glucuronidation ( r = 0.937 , p < 0.0001 ) , two reaction mainly catalyze by UGT2B7 , whereas no significant correlational statistics was observed between gemfibrozil glucuronidation and either @DRUG$ 3beta-glucuronidation and propofol glucuronidation , two reaction catalyze by UGT1A1 and UGT1A9 , severally .	, 16 HLMs was a significant correlation , observed between @DRUG$ glucuronidation and both morphine 3 - OH glucuronidation ) reactions = 0.966 , p flurbiprofen 0.0001 ) and < glucuronidation ( r = 0.937 , p < 0.0001 ( , In reactions mainly catalyzed by UGT2B7 , whereas no significant correlation was observed between gemfibrozil glucuronidation and either @DRUG$ 3beta-glucuronidation and propofol glucuronidation two two r catalyzed by UGT1A1 and UGT1A9 , respectively .	In 16 HLMs , a significant was observed between @DRUG$ glucuronidation and both morphine 3 - OH glucuronidation ( r = 0.966 , p < 0.0001 ) and flurbiprofen glucuronidation ( r = 0.937 , p < ) , two reactions mainly catalyzed by UGT2B7 whereas no significant correlation was observed between gemfibrozil glucuronidation and either @DRUG$ 3beta-glucuronidation and propofol glucuronidation , two reactions catalyzed by UGT1A1 and UGT1A9 , respectively .	There is a significant correlation between @DRUG$ glucuronidation and both morphine 3 - OH glucuronidation and flurbiprofen glucuronidation , two reactions mainly catalyzed by UGT2B7 . However, there is no significant correlation between gemfibrozil glucuronidation	1
0	One family of aminoglycosides includes such compounds @DRUG$ butirosin, @DRUG$, neomycin, and kanamycin, amongst others.	 syndicate of aminoglycosides includes such compounds @DRUG$ butirosin , @DRUG$ , neomycin , and kanamycin , amongst others .	One family , aminoglycosides includes such compounds @DRUG$ butirosin , @DRUG$ , neomycin of kanamycin and , amongst others .	family of aminoglycosides such compounds @DRUG$ butirosin , @DRUG$ , neomycin , and , others	One family of aminoglycosides includes such compounds @DRUG$ butirosin and @DRUG$ neomycin and kanamycin , amongst others .	0
0	Three triple-drug combination medications have also been introduced recently: Exforge HCT (amlodipine/@DRUG$/HCTZ), Tribenzor (olmesartan/amlodipine/HCTZ), and Amturnide (aliskiren/@DRUG$/hydrocholorothiazide).	leash triple- drug compounding medicinal drug have also been bring out recently : Exforge HCT ( amlodipine / @DRUG$ / HCTZ ) , Tribenzor ( olmesartan / amlodipine / HCTZ ) , and Amturnide ( aliskiren / @DRUG$ / hydrocholorothiazide ) .	) triple- drug Three medications have also been introduced recently : Exforge HCT ( amlodipine / @DRUG$ / HCTZ combination , Tribenzor ( olmesartan / / amlodipine HCTZ ) , and Amturnide / aliskiren ( @DRUG$ / hydrocholorothiazide ) .	Three drug combination medications also been introduced recently : Exforge HCT ( amlodipine / @DRUG$ / HCTZ , Tribenzor ( olmesartan / amlodipine / HCTZ ) , Amturnide ( aliskiren / @DRUG$ / hydrocholorothiazide )	Amlodipine is a component of all three triple-drug combination medications.	1
1	In adults with IDO, propiverine demonstrated similar efficacy to that of other antimuscarinic agents (including @DRUG$, tolterodine, oxybutynin and imidafenacin) and, in adults with NDO, propiverine and @DRUG$ demonstrated similar efficacy.	indium adults with IDO , propiverine demonstrated interchangeable efficacy to that of other antimuscarinic agents ( include @DRUG$ , tolterodine , oxybutynin and imidafenacin ) and , in adults with NDO , propiverine and @DRUG$ demonstrated interchangeable efficacy .	In adults other IDO , propiverine demonstrated with efficacy to that of with antimuscarinic agents ( including @DRUG$ in tolterodine , oxybutynin and imidafenacin ) and , , adults similar NDO , propiverine and @DRUG$ demonstrated similar efficacy .	In adults with IDO , propiverine demonstrated similar efficacy to that of other agents ( including @DRUG$ , tolterodine , oxybutynin and imidafenacin ) and , in adults with NDO , propiverine and @DRUG$ demonstrated similar efficacy .	In adults with IDO, propiverine demonstrated similar efficacy to that of other antimuscarinic agents (including @DRUG$, tolterodine, oxybutynin and imidafenacin) and, in adults with NDO, propiverine and @DRUG$	0
0	The recommended dosage of entacapone is 200 mg administered orally with each dose of @DRUG$/@DRUG$, up to a maximum of eight doses per day.	The recommended dosage of entacapone is 200 mg administered orally with each dose of @DRUG$ / @DRUG$ , up to a level best of eight std per day .	The recommended dosage of entacapone is day mg administered orally with each dose of @DRUG$ / @DRUG$ up , to a maximum of eight doses per 200 .	recommended dosage of entacapone is 200 mg administered orally each dose of @DRUG$ / @DRUG$ , up to a maximum of eight doses per day .	Take 200 mg of entacapone orally with each dose of @DRUG$ / @DRUG$ .	0
0	By August 2001, GTI-2040 was undergoing a phase II trial as a monotherapy for the potential treatment of renal cell carcinoma, and was about to enter a phase II combination study for this indication with @DRUG$ (Hoffmann-@DRUG$ Roche).	aside august 2001 , GTI - 2040 was undergoing a phase II run as a monotherapy for the potential treatment of nephritic cell carcinoma , and was about to enter a phase II combination study for this indication with @DRUG$ ( Hoffmann - @DRUG$ Roche ) .	By August 2001 , GTI - 2040 was undergoing a phase II trial indication a monotherapy treatment the potential for was renal ) carcinoma , and of about to enter a phase II combination study for this as with @DRUG$ ( Hoffmann - @DRUG$ Roche cell .	By August , - 2040 was undergoing a II trial a monotherapy for the potential treatment of renal cell carcinoma , and was about to enter II combination study for this indication with @DRUG$ Hoffmann - @DRUG$ ) .	GTI-2040 was undergoing a phase II trial as a monotherapy for the potential treatment of renal cell carcinoma, and was about to enter a phase II combination study for this indication with @DRUG$ (Hoffmann-@DRUG$ Roche).	0
0	Use of @DRUG$ @DRUG$ a host plant offers not only attractive features of safe production in seeds but also self-containment of foreign genes, as rice is primarily a self-pollinated crop plant.	Use of @DRUG$ @DRUG$ a host plant offers not only attractive feature article of dependable production in semen but also self-containment of foreign genes , as rice is primarily a self-pollinated crop plant .	offers of @DRUG$ @DRUG$ a host plant of not rice attractive features Use safe production in seeds but also self-containment of foreign genes , as only is primarily a self-pollinated crop plant .	Use of @DRUG$ @DRUG$ a host plant offers not only attractive features of safe production in seeds but also self-containment of foreign genes , as rice is primarily a self-pollinated crop plant .	The use of @DRUG$ @DRUG$ in a host plant offers attractive features such as safe production in seeds and self-containment of foreign genes .	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; @DRUG$, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, @DRUG$; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This come forth focuses on the stick to excerpt of do drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; @DRUG$ , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( touch off ) , duloxetine hydrochloride , @DRUG$ ; Ecogramostim , efalizumab , ertapenem na , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( homo ) ; hMaxi -K , homo papillomavirus vaccinum ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , irofulven , iodin - 1018 ; Lasofoxifene tartrate , brocadopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce group b , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort pull , sunitinib malate ; cialis , tanaproget , taxus , tiotropium banality , treprostinil na ; bextra , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses alfa the following selection of drugs : AAV / NGFbeta , aprepitant , aripiprazole doxorubicin atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , , - 214662 , hydrate , bosentan ; Calcipotriol / betamethasone dipropionate cetuximab CEA-TRICOM , , , ciclesonide - clofarabine , , ; @DRUG$ , darbepoetin alfa efalizumab darifenacin hydrobromide , desloratadine BMS Dexamet , drospirenone , drospirenone - ethinylestradiol , drotrecogin human ( activated ) , duloxetine hydrochloride , @DRUG$ ; Ecogramostim , , , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( on ) ; hMaxi -K , human papillomavirus vaccine Zileuton Imatinib ISS , indiplon , iodine carbidopa liposomal ) tositumomab , i131 , Valdecoxib , 1018 ; Lasofoxifene St. , levodopa / ( / entacapone , irofulven , ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase Cypher rimonabant hydrochloride ; Satraplatin , tartrate , Wort extract , sunitinib malate ; Tadalafil John's tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; mesylate , vardenafil hydrochloride bortezomib ; Ximelagatran ; ; .	This issue focuses on the following selection of drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; @DRUG$ darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / , drotrecogin alfa ( activated , duloxetine hydrochloride , @DRUG$ ; Ecogramostim , , ertapenem sodium , escitalopram oxalate , ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi human papillomavirus ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - b phVEGF - A165 , pimecrolimus , acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
1	In comparative studies, @DRUG$ sequential therapy was as effective as amoxicillin/ clavulanic acid sequential therapy and full courses of parenteral cefuroxime, @DRUG$ or cefoperazone.	indiana comparative studies , @DRUG$ sequential therapy was as effective as amoxicillin / clavulanic acid sequential therapy and fully courses of parenteral cefuroxime , @DRUG$ or cefoperazone .	In as studies , @DRUG$ sequential therapy was comparative effective cefoperazone amoxicillin / clavulanic acid sequential therapy and full courses of parenteral cefuroxime , @DRUG$ or as .	In comparative , @DRUG$ sequential therapy was as effective as / clavulanic sequential therapy and full courses of parenteral cefuroxime , @DRUG$ or cefoperazone .	@DRUG$ is as effective as @DRUG$ in comparative studies.	0
0	@DRUG$ was not detected in urine; six metabolites were identified accounting for an average of 86% of the urinary radioactivity, with 5-glucuronyloxy dexlansoprazole, 5-glucuronyloxy dexlansoprazole sulfide, 2-S-N-acetylcysteinyl @DRUG$ and 5-sulfonyloxy dexlansoprazole sulfide being the primary metabolites.	@DRUG$ was not detected in weewee ; six metabolite were identified accounting for an average of 86 % of the urinary radioactivity , with fin - glucuronyloxy dexlansoprazole , fin - glucuronyloxy dexlansoprazole sulfide ,  - S-N-acetylcysteinyl @DRUG$ and fin - sulfonyloxy dexlansoprazole sulfide being the primary election metabolite .	@DRUG$ was not detected in urine ; six metabolites were identified accounting urinary an average of 2 % of the for radioactivity , with 5 - glucuronyloxy dexlansoprazole 5 5 , glucuronyloxy dexlansoprazole sulfide , 86 - S-N-acetylcysteinyl @DRUG$ and - - sulfonyloxy dexlansoprazole sulfide being the primary metabolites .	@DRUG$ not detected in ; six metabolites were identified accounting for an average 86 % of the urinary radioactivity , with 5 - glucuronyloxy dexlansoprazole , 5 - glucuronyloxy dexlansoprazole sulfide , 2 - S-N-acetylcysteinyl @DRUG$ 5 - sulfonyloxy dexlansoprazole sulfide being the primary metabolites .	@DRUG$ was not detected in urine ; six metabolites were identified accounting for an average of 86 % of the urinary radioactivity , with 5 - glucuronyloxy dexlansoprazole , 5 - glucuronyloxy dexlansoprazole sulfide , 2 - S	1
0	@DRUG$ binds potently to the alpha2-delta subunit of @DRUG$ channels, resulting in a reduction in the release of several neurotransmitters, including glutamate, noradrenaline, serotonin, dopamine, and substance P.	@DRUG$ binds potently to the alpha2 - delta subunit of @DRUG$ channels , resulting in a reduction in the outlet of several neurotransmitters , including glutamate , noradrenaline ,  hydroxytryptamine , dopamine , and substance atomic number  .	@DRUG$ binds potently to the alpha2 - delta subunit of @DRUG$ channels , resulting in a reduction in release the of several neurotransmitters , including substance , noradrenaline , , , dopamine serotonin and glutamate P .	@DRUG$ binds potently to the alpha2 - delta subunit of @DRUG$ channels , resulting in a reduction the release of several neurotransmitters , including glutamate , noradrenaline , serotonin , dopamine , and substance P .	@DRUG$ binds to the alpha2 - delta subunit of @DRUG$ channels, which reduces the release of several neurotransmitters, including glutamate, noradrenaline, serotonin, dopamine, and substance P.	0
0	Furthermore, the acquisition by rats of a place-learning task in a water maze was not affected by tiapride (over the range 3-30 mg/kg, ip), whereas haloperidol (MED = 0.25 @DRUG$/kg, ip) and @DRUG$ (MED = 0.03 mg/kg, ip) impaired performance.	Furthermore , the acquisition by so and so of a place- learning task in a water maze was not touch by tiapride ( over the range 3- xxx mg / kg , information processing ) , whereas haloperidol ( MED = 0.25 @DRUG$ / kg , information processing ) and @DRUG$ ( MED = 0.03 mg / kg , information processing ) mar functioning .	over , the acquisition by rats of a place- learning task in , maze water was not affected by tiapride ( Furthermore the range 3- 30 mg / kg , ip ( , whereas haloperidol ) ip = 0.25 @DRUG$ / kg , MED ) and @DRUG$ ( MED mg 0.03 = / kg a ip ) impaired performance .	Furthermore , the by rats of a place- learning task in a water maze was not affected by tiapride ( over the range 3- 30 mg / kg , ip ) , whereas haloperidol ( MED 0.25 @DRUG$ / kg , ip ) and @DRUG$ ( MED = 0.03 mg / kg , ip ) impaired .	Haloperidol (MED = 0.25 @DRUG$/kg, ip) and @DRUG$ (MED = 0.03 mg/kg, ip) impaired performance.	0
1	CONCLUSIONS: The recommended dose for future study in patients with advanced gastrointestinal cancer is 10.0/1.0 mg/m(2) oral eniluracil/@DRUG$ twice daily for 14 days in combination with @DRUG$ 130 mg/m(2) on the first day of each treatment cycle.	termination : The recommended dose for future study in patients with modern gastrointestinal cancer is 10.0/1.0 mg / m( 2 ) viva voce eniluracil / @DRUG$ twice daily for 14 days in combination with @DRUG$ 130 mg / m( 2 ) on the st day of each treatment cycle .	CONCLUSIONS : The recommended dose day future study in first with advanced gastrointestinal cancer is 10.0/1.0 mg / m( 2 ) 2 eniluracil / @DRUG$ twice daily for 14 days in combination with @DRUG$ 130 mg / m( oral ) on each patients for of the treatment cycle .	CONCLUSIONS : The recommended dose for future with advanced gastrointestinal cancer is 10.0/1.0 mg / m( 2 ) oral eniluracil / @DRUG$ twice daily for 14 days in combination with @DRUG$ 130 mg / m( 2 ) on the first day of each treatment cycle .	The recommended dose for future study in patients with advanced gastrointestinal cancer is 10.0/1.0 mg / m( 2 ) oral eniluracil / @DRUG$ twice daily for 14 days in combination with @DRUG$ 130 mg / m( 2 ) on the first day of each	0
0	EXPERIMENTAL DESIGN: Thirty-eight patients with advanced solid tumors received @DRUG$ at doses of 9 to 300 mg/m(2), @DRUG$ a 1- or 3-h i.v. infusion on days 1 to 5, repeated every 3 weeks.	EXPERIMENTAL designing : Thirty - eight affected role with advanced solid tumors received @DRUG$ at doses of 9 to 300 mg / m ( 2 ) , @DRUG$ a 1 - or 3 - h i.v. infusion on years 1 to 5 , recur every 3 weeks .	at DESIGN : Thirty - with patients eight advanced solid tumors received @DRUG$ EXPERIMENTAL doses of 9 to infusion mg / m ( repeated ) , @DRUG$ a 1 - or 3 - h i.v. 300 on days 1 to 5 , 2 every 3 weeks .	: Thirty - patients with advanced solid tumors received @DRUG$ at doses of 9 to 300 mg / m ( 2 ) , @DRUG$ a 1 - 3 i.v. infusion on days 1 to 5 , repeated every 3 weeks .	Thirty-eight patients with advanced solid tumors received @DRUG$ at doses of 9 to 300 mg/m2, @DRUG$ a 1- or 3-h i.v. infusion on days 1 to 5, repeated every 3 weeks.	0
0	The single-channel currents observed for @DRUG$, @DRUG$ and their methyl derivatives were blocked by alpha-bungarotoxin, methyllycaconitine and mecamylamine, in contrast to previously reported studies on neuronal and adult muscle nicotinic acetylcholine receptors.	The single- channel current note for @DRUG$ , @DRUG$ and their methyl derivatives were blocked by alpha-bungarotoxin , methyllycaconitine and mecamylamine , in contrast to previously reported studies on neural and adult muscle nicotinic acetylcholine receptors .	The single- channel currents observed were @DRUG$ , @DRUG$ and their methyl derivatives for blocked by previously , methyllycaconitine and mecamylamine , in reported to alpha-bungarotoxin contrast studies on neuronal and adult muscle nicotinic acetylcholine receptors .	The single- channel currents for @DRUG$ , @DRUG$ and their methyl derivatives blocked by alpha-bungarotoxin , methyllycaconitine and mecamylamine , in contrast previously reported studies on neuronal and muscle nicotinic acetylcholine receptors .	The single- channel currents observed for @DRUG$ and @DRUG$ were blocked by alpha-bungarotoxin, methyllycaconitine and mecamylamine, in contrast to previously reported studies on neuronal and adult muscle nicotinic acetylcholine receptors.	0
1	These findings suggest that stimulation of central @DRUG$ release and/or inhibition of 5-HT reuptake play a pivotal role in both the hyperlocomotor and hypothermic effects of @DRUG$, which are mediated in part via 5-HT1B and 5-HT1A receptors.	These findings evoke that stimulation of central @DRUG$ release and / or prohibition of 5 - HT re uptake play a polar role in both the hyperlocomotor and hypothermic effects of @DRUG$ , which are mediated in part via 5 - HT1B and 5 - HT1A receptors .	These findings suggest that stimulation of central @DRUG$ release and hypothermic / inhibition of 5 - HT a play reuptake pivotal role in both the hyperlocomotor and of effects or @DRUG$ , which are mediated in part via 5 - HT1B and 5 - HT1A receptors .	These suggest that stimulation of central @DRUG$ release and / or inhibition of 5 - HT reuptake play a pivotal role in the hyperlocomotor and hypothermic effects of @DRUG$ , which are mediated part 5 - HT1B and 5 - HT1A receptors .	@DRUG$ stimulates the release of @DRUG$ in the brain, and this in turn causes the hyperlocomotor and hypothermic effects of DRUGB . These effects are mediated in part by the 5 - HT1B and 5 - HT1A receptors .	0
0	OBJECTIVE: To review the clinical microbiology and therapeutic use of dirithromycin, emphasizing comparative data between dirithromycin and the standard macrolide erythromycin, @DRUG$ well as @DRUG$ and azithromycin.	OBJECTIVE : To go over the clinical microbiology and alterative use of dirithromycin , emphasizing comparative information between dirithromycin and the standard macrolide erythromycin , @DRUG$ well as @DRUG$ and azithromycin .	OBJECTIVE : To review and clinical the and therapeutic dirithromycin of use , emphasizing comparative data between dirithromycin microbiology the standard macrolide erythromycin , @DRUG$ well as @DRUG$ and azithromycin .	OBJECTIVE : To review clinical microbiology therapeutic use of dirithromycin , emphasizing comparative data between dirithromycin and standard macrolide erythromycin , @DRUG$ well as @DRUG$ and azithromycin .	Dirithromycin is a drug that is used to treat infections. It is a type of macrolide antibiotic, which is a type of antibiotic that is used to treat a wide variety of infections. Dirithromycin is similar to erythromycin, which is the standard macrol	1
0	The clinical implications of the presence of SS-R in tumors are manyfold: (1) @DRUG$ a predictive marker for efficient therapy with @DRUG$ in pituitary and GEP tumors; (2) as a diagnostic marker: for pathobiochemical classification of tumors, using in vitro detection methods; for clinical evaluation using in vivo scanning techniques; (3) as a prognostic marker; and (4) as a potential radiotherapeutic target.	The clinical deduction of the presence of SS - R in tumor are manyfold : ( 1 ) @DRUG$ a prognosticative marker for effective therapy with @DRUG$ in hypophysis and GEP tumor ; ( two ) as a symptomatic marker : for pathobiochemical classification of tumor , using in vitro detection methods ; for clinical evaluation using in vivo scan techniques ; ( 3 ) as a prognostic marker ; and ( 4 ) as a potential radiotherapeutic target .	The clinical implications of in presence of SS - R in tumors are manyfold : ( 1 ) @DRUG$ marker predictive marker ) efficient therapy with @DRUG$ the pituitary and GEP tumors ; ( 2 pathobiochemical as a ( marker : for for classification for tumors , using in vitro detection methods target of clinical diagnostic using in vivo scanning techniques ; evaluation 3 ) as a prognostic a ; and ( 4 ) as a potential radiotherapeutic ; .	The clinical implications of the presence of SS R in tumors are manyfold : ( 1 @DRUG$ a predictive marker for efficient therapy with @DRUG$ in pituitary and tumors ; ( 2 ) as a diagnostic marker : for pathobiochemical classification of tumors using in vitro detection methods ; for clinical evaluation using in vivo scanning ; ( 3 ) as prognostic marker ; and ( 4 ) as potential radiotherapeutic target .	1) @DRUG$ is a predictive marker for efficient therapy with @DRUG$ in pituitary and GEP tumors.2) As a diagnostic marker, DRUGA can be used to detect tumors and to classify them pathobiochemically.3) As a prognostic	0
1	Unlike @DRUG$, @DRUG$ does not trigger histamine release.	different @DRUG$ , @DRUG$ does not trigger histamine release .	Unlike @DRUG$ histamine @DRUG$ does not trigger , release .	Unlike @DRUG$ , @DRUG$ does not trigger histamine release .	@DRUG$ does not trigger histamine release, while @DRUG$ does.	0
0	@DRUG$ cleared blood cultures @DRUG$ quickly as amphotericin B/fluconazole (median time to negative blood culture, 2.0 days).	@DRUG$ cleared blood cultures @DRUG$ quickly as amphotericin B /fluconazole ( median time to blackball blood finish , 2.0 days ) .	@DRUG$ cleared blood cultures @DRUG$ quickly as amphotericin time /fluconazole ( median days to negative blood culture , 2.0 B ) .	@DRUG$ cleared blood cultures @DRUG$ quickly as amphotericin B /fluconazole time to negative blood culture , 2.0 days ) .	@DRUG$ cleared blood cultures @DRUG$ quickly as amphotericin B /fluconazole ( median time to negative blood culture , 2.0 days ) ."DRUGA is more effective than DRUGB at clearing blood cultures.	0
0	Ghanaian individuals ( n=93) with lymphatic filariasis and a minimum microfilaremia of 40 microfilariae/ml were included in a treatment study consisting of four arms: (1) doxycycline 200 mg/day for 6 weeks; (2) @DRUG$ as in (1), followed by a single dose of ivermectin after 4 months; (3) ivermectin only; or (4) no treatment during observation period of 1 year (@DRUG$ at the end of the study).	Ghanaian individuals ( n=93 ) with lymphatic filariasis and a minimum microfilaremia of 40 microfilariae / cubic centimetre were included in a treatment bailiwick consisting of four weapons system : ( i ) vibramycin 200 atomic number  / twenty four hour period for 6 workweek ; ( 2 ) @DRUG$ as in ( i ) , followed by a single dose of ivermectin after 4 months ; ( 3 ) ivermectin only ; or ( 4 ) no treatment during observation period of i year ( @DRUG$ at the end of the bailiwick ) .	Ghanaian individuals as n=93 ) with lymphatic filariasis and a minimum microfilaremia ( 40 microfilariae / ml were included in ) treatment ( consisting of four arms : ( 1 ) doxycycline 200 mg / by for 6 weeks ; ( 2 ) @DRUG$ in study of 1 a , followed day a single dose of ivermectin after 4 months no ( 3 ) ivermectin only ; or ( 4 ) ; treatment during observation study of 1 year ( @DRUG$ at the end of the period ) .	Ghanaian individuals ( n=93 ) with lymphatic filariasis a microfilaremia of 40 microfilariae / ml were included in a treatment study consisting of four arms : ( 1 ) doxycycline 200 mg day for 6 weeks ; ( 2 ) @DRUG$ as ( 1 , followed by a single dose of ivermectin after 4 months ; ( 3 ) ivermectin only ; ( 4 ) no treatment during observation period of 1 @DRUG$ at the end of the study ) .	Ghanaian individuals ( n=93 ) with lymphatic filariasis and a minimum microfilaremia of 40 microfilariae / ml were included in a treatment study consisting of four arms : ( 1 ) doxycycline 200 mg / day for 6 weeks ; ( 2 ) DR	1
0	Eserine strongly inhibited the activity at 1 x 10(-4) @DRUG$. HgCl2 decreased the activity to about 40% at a concentration of 1 x 10(-4) M. FeCl3, CaCl2, MgCl2, and EDTA had little effect on the hydrolysis of @DRUG$, whereas NaF slightly increased the activity to 118%.	Eserine powerfully inhibit the activity at 1 x  ( - 4 ) @DRUG$ . HgCl2 fall the activity to about twoscore % at a concentration of 1 x  ( - 4 ) M. FeCl3 , CaCl2 , MgCl2 , and EDTA had little effect on the hydrolysis of @DRUG$ , whereas NaF somewhat increased the activity to 118 % .	Eserine slightly inhibited the activity at ) x 10 hydrolysis - 4 1 @DRUG$ . to decreased the activity to about 40 % at a concentration of 1 x , ( - 4 ) activity FeCl3 , CaCl2 10 MgCl2 , and EDTA had little effect on the ( of @DRUG$ , whereas NaF strongly increased the M. HgCl2 118 % .	Eserine strongly inhibited the activity at 1 x 10 ( - 4 ) @DRUG$ . HgCl2 decreased the activity to 40 % at a concentration of 1 x 10 ( - ) FeCl3 , , MgCl2 , and EDTA had little effect on the hydrolysis of @DRUG$ , whereas NaF slightly increased to 118 % .	Eserine strongly inhibited the activity at 1 x 10 ( - 4 ) @DRUG$ . HgCl2 decreased the activity to about 40 % at a concentration of 1 x 10 ( - 4 ) M. FeCl3 , CaCl2 , MgCl2 , and EDTA had	1
1	The deer immobilized with xylazine/@DRUG$/zolazepam had significantly higher lactate and cortisol values than the deer immobilized with the @DRUG$ combination.	The deer immobilized with xylazine / @DRUG$ / zolazepam had significantly higher wet nurse and hydrocortisone values than the deer immobilized with the @DRUG$ combination .	The deer immobilized with xylazine / @DRUG$ higher with had significantly / lactate and cortisol values than the deer immobilized zolazepam the @DRUG$ combination .	The deer immobilized with xylazine / @DRUG$ / zolazepam had significantly higher lactate and cortisol values than the deer immobilized with the @DRUG$ combination .	The deer immobilized with xylazine / @DRUG$ / zolazepam had significantly higher lactate and cortisol values than the deer immobilized with the @DRUG$ combination ."In other words, the deer immobilized with the DRUGA combination had significantly higher lactate and	0
0	The antiresorptive effects of the @DRUG$-containing BPs (including alendronate, @DRUG$, ibandronate, and zoledronate) appear to result from their inhibition of the enzyme farnesyl pyrophosphate synthase (FPPS) in osteoclasts.	The antiresorptive effects of the @DRUG$ - containing BPs ( let in alendronate , @DRUG$ , ibandronate , and zoledronate ) appear to upshot from their suppression of the enzyme farnesyl pyrophosphate synthase ( FPPS ) in osteoclasts .	The antiresorptive the of the @DRUG$ in containing BPs ( including alendronate , @DRUG$ , ibandronate , and zoledronate result appear to ) from their inhibition of effects enzyme farnesyl pyrophosphate synthase ( FPPS ) - osteoclasts .	The antiresorptive effects of the @DRUG$ - containing BPs ( including alendronate , @DRUG$ , ibandronate , and ) appear to result from their inhibition of the enzyme farnesyl synthase ( ) in osteoclasts .	The antiresorptive effects of the @DRUG$ - containing BPs ( including alendronate, ibandronate, and zoledronate ) appear to result from their inhibition of the enzyme farnesyl pyrophosphate synthase ( FPPS ) in osteoclasts .	1
0	CONCLUSIONS: Our results suggest that although perospirone seems to be a well tolerated treatment, @DRUG$ does not reduce PANSS score @DRUG$ much as other SGAs.	CONCLUSIONS : Our results suggest that although perospirone seem to be a well tolerated treatment , @DRUG$ does not reduce PANSS hit @DRUG$ much as other SGAs .	CONCLUSIONS : Our results suggest as other perospirone seems to be a well tolerated treatment , @DRUG$ does not reduce PANSS score @DRUG$ much that although SGAs .	CONCLUSIONS : Our results suggest that although perospirone seems to be well treatment , @DRUG$ does not reduce PANSS score @DRUG$ much as other SGAs .	Perospirone seems to be a well tolerated treatment, but @DRUG$ does not reduce PANSS score @DRUG$ much as other SGAs.	0
0	The effect of the drug was evaluated by measuring serum testosterone, luteinizing hormone (@DRUG$), follicle stimulating hormone (@DRUG$) and analysing the semen before and after treatment.	The effect of the drug was evaluated by measuring blood serum testosterone , luteinizing hormone ( @DRUG$ ) , follicle stimulating hormone ( @DRUG$ ) and canvass the cum before and after treatment .	The effect of the drug was evaluated by after ( testosterone stimulating luteinizing hormone serum @DRUG$ ) , follicle , hormone ( @DRUG$ ) and analysing the semen before and measuring treatment .	The effect of the drug was evaluated measuring serum testosterone , hormone ( @DRUG$ ) follicle stimulating hormone ( @DRUG$ ) and analysing the semen before and treatment .	The effect of the drug was evaluated by measuring serum testosterone, luteinizing hormone (@DRUG$), follicle stimulating hormone (@DRUG$), and analysing the semen before and after treatment.	0
0	The apparent total body clearance of enoxaparin doses (CL/F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml/min) is significantly smaller than those of nadroparin (CL/F = 21.4 +/- 7.0 ml/min; p < 0.01) and dalteparin (CL/@DRUG$ = 33.3 +/- 11.8 ml/min; p < 0.001) while dalteparin apparent clearance is about 1.5-fold greater (@DRUG$ < 0.001) than that of nadroparin.	The manifest total trunk headway of enoxaparin dose ( CL / fluorine = 16.7 +/- 5.5 and 13.8 +/- 3.2 cubic centimetre / min ) is importantly smaller than those of nadroparin ( CL / fluorine = 21.4 +/- 7.0 ml/ min ; atomic number  < 0.01 ) and dalteparin ( CL / @DRUG$ = 33.3 +/- 11.8 ml/ min ; atomic number  < 0.001 ) while dalteparin manifest headway is about 1.5 - fold greater ( @DRUG$ < 0.001 ) than that of nadroparin .	The apparent < body clearance of enoxaparin doses ( CL / = ; 16.7 +/- 5.5 and 13.8 +/- 3.2 ml / min ) that significantly smaller than those of nadroparin ( CL / F = 21.4 +/- 7.0 ml/ min F p < while ) and dalteparin +/- CL / @DRUG$ = 33.3 ( 11.8 ml/ min ; p < 0.001 ) 0.01 dalteparin apparent clearance is about 1.5 - ) greater ( @DRUG$ nadroparin 0.001 fold than is of total .	The apparent total body clearance of enoxaparin doses ( CL / F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml / min ) is smaller than those nadroparin ( CL / F = 21.4 7.0 min ; p < 0.01 ) and dalteparin ( CL / @DRUG$ = 33.3 +/- 11.8 ml/ min ; p < 0.001 ) while dalteparin apparent is about 1.5 - fold greater ( @DRUG$ < 0.001 than that of nadroparin .	The apparent total body clearance of enoxaparin doses ( CL / F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml / min ) is significantly smaller than those of nadroparin ( CL / F = 21.4 +/- 7.0 ml/ min	1
1	CONCLUSIONS: In contrast to @DRUG$, and reflecting blockade of 5-HT(2C) receptors, @DRUG$ is active in several models of anxiolytic properties in rodents.	finish : In contrast to @DRUG$ , and reflecting blockade of 5 - HT ( 2C ) sense organ , @DRUG$ is active in various models of anxiolytic properties in rodents .	CONCLUSIONS : In contrast to @DRUG$ , and ) blockade of 5 - properties ( 2C reflecting receptors , @DRUG$ is active rodents several models of anxiolytic HT in in .	CONCLUSIONS : In contrast to @DRUG$ , and reflecting blockade 5 - ( 2C ) , @DRUG$ is active in several models of properties in rodents .	@DRUG$ is inactive in several models of anxiolytic properties in rodents, while @DRUG$ is active in several models of anxiolytic properties in rodents.	0
1	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (@DRUG$, teprotumumab, enfortumab vedotin, isatuximab, [fam-]trastuzumab deruxtecan, inebilizumab, @DRUG$, sacituzumab govitecan, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	at this time , a total of quintuplet novel antibody curative ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) had been allow a get go blessing in either the US or EU , and commercialise applications for 13 novel antibody curative ( @DRUG$ , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , @DRUG$ , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergoing look back in these neighborhood , which represent the major markets for antibody curative .	At this time , a total of 5 govitecan antibody therapeutics ( antibody for risankizumab , polatuzumab vedotin , , , and crizanlizumab ) , been granted a first approval in either the , or EU , undergoing marketing vedotin and 13 novel antibody therapeutics ( @DRUG$ , teprotumumab had enfortumab applications US isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , @DRUG$ , sacituzumab novel , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were brolucizumab review in these regions , which represent the major markets for romosozumab therapeutics .	At this time , total of 5 novel antibody therapeutics ( romosozumab risankizumab , polatuzumab , brolucizumab , and ) had been granted a approval in either US or EU , and marketing applications novel therapeutics ( @DRUG$ , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , @DRUG$ , sacituzumab govitecan , satralizumab , narsoplimab , and naxituximab ) were undergoing review in these regions which represent the major for antibody therapeutics .	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US	1
0	Drug combination analysis of glycosylated IFN-omega+@DRUG$ (RBV) in BVDV showed a synergy of antiviral effects similar to IFN-alpha+RBV, as well @DRUG$ a unique antagonism of RBV cytotoxic effects by glycosylated IFN-omega.	Drug compounding analysis of glycosylated IFN - omega + @DRUG$ ( RBV ) in BVDV showed a synergy of antiviral drug effects standardised to IFN - alpha + RBV , as well @DRUG$ a unequalled antagonism of RBV cytotoxic effects by glycosylated IFN - omega .	IFN combination analysis of glycosylated IFN - omega - @DRUG$ ( RBV ) in BVDV showed a synergy of RBV effects similar to Drug - by + RBV , as well @DRUG$ a unique antagonism of antiviral cytotoxic effects alpha glycosylated IFN + omega .	Drug combination analysis of glycosylated IFN omega + @DRUG$ ( RBV in showed synergy of antiviral effects similar IFN - + RBV as well @DRUG$ a unique antagonism of RBV cytotoxic effects by glycosylated IFN - omega .	The combination of glycosylated IFN - omega and @DRUG$ showed a similar antiviral effect to the combination of IFN - alpha and RBV , as well as a unique antagonism of RBV cytotoxic effects by glycosylated IFN - omega .	1
1	In this review, the known pharmacokinetics of standard compounds (introduced before 1980) are briefly summarised and new information generated by the development of vecuronium, @DRUG$, pipecuronium (steroidal agents) and atracurium, mivacurium, @DRUG$ (benzylisoquinolinium esters) is discussed in more detail.	In this review , the known pharmacokinetics of standard compounds ( innovate before 1980 ) are concisely summarised and new information generated by the growing of vecuronium , @DRUG$ , pipecuronium ( steroidal agents ) and atracurium , mivacurium , @DRUG$ ( benzylisoquinolinium ester ) is discussed in more contingent .	briefly this review , the known 1980 of information compounds atracurium introduced before pharmacokinetics ) are In summarised and new standard generated by the development of vecuronium , @DRUG$ , pipecuronium ( steroidal agents ) is ( , mivacurium , @DRUG$ ( benzylisoquinolinium esters ) and discussed in more detail .	In this review , the known pharmacokinetics of standard compounds ( before 1980 ) are briefly summarised and new information generated by the development of vecuronium @DRUG$ , pipecuronium ( steroidal agents ) and atracurium , mivacurium , @DRUG$ ( benzylisoquinolinium esters ) is discussed more detail	Standard compounds" (such as vecuronium, pipecuronium, and atracurium) are those that were introduced before 1980. "New information" (such as that generated by the development of mivacurium and @DRUG$) is discussed in more detail.	1
0	Dichloroacetate, an activator of pyruvate dehydrogenase, inhibited net alanine release: it also interfered with the metabolism of the branched-chain amino acids @DRUG$, @DRUG$ and isoleucine.	Dichloroacetate , an activator of pyruvate dehydrogenase , inhibited net alanine discharge : it likewise interfered with the metabolism of the forficate - chain amino acids @DRUG$ , @DRUG$ and isoleucine .	Dichloroacetate , an metabolism of pyruvate inhibited , dehydrogenase net alanine release : it also interfered with the activator of the branched amino chain - acids @DRUG$ , @DRUG$ and isoleucine .	Dichloroacetate , of pyruvate dehydrogenase , net alanine release : also interfered with the metabolism of the branched - chain amino @DRUG$ , @DRUG$ and isoleucine .	Dichloroacetate, an activator of pyruvate dehydrogenase, inhibited net alanine release: it also interfered with the metabolism of the branched-chain amino acids @DRUG$, @DRUG$, and isoleucine.	0
0	Triclocarban (@DRUG$; @DRUG$), an antimicrobial used in bar soaps, affects endocrine function in vitro and in vivo.	Triclocarban ( @DRUG$ ; @DRUG$ ) , an germicide used in barricade soaps , affects endocrine function in vitro and in vivo .	Triclocarban ( @DRUG$ ; @DRUG$ ) , , antimicrobial used in bar soaps an affects vivo function in vitro and in endocrine .	Triclocarban ( @DRUG$ ; @DRUG$ ) , an antimicrobial used in bar , affects endocrine function in vitro and in vivo .	Triclocarban (@DRUG$) is an antimicrobial used in bar soaps. It affects endocrine function in vitro and in vivo.	1
0	Neither did @DRUG$ adenylate (up to 10(-3) M) produce any negative inotropic effect in isolated cat papillary muscles, while both lidocaine and quinidine were cardiodepressant at 10(-3) @DRUG$.	Neither did @DRUG$ adenylate ( up to 10 ( - 3 ) M ) produce any negative inotropic gist in isolated ct papillose muscles , while both lidocaine and quinidex were cardiodepressant at 10 ( - 3 ) @DRUG$ .	Neither did @DRUG$ adenylate ( up to and ( - 3 ) M ) produce 10 negative inotropic effect in isolated cat papillary quinidine , while both 10 lidocaine muscles were cardiodepressant at any ( - 3 ) @DRUG$ .	Neither did @DRUG$ adenylate ( up to 10 ( - 3 ) M ) produce any negative inotropic effect in isolated cat papillary , while both lidocaine and quinidine were cardiodepressant at 10 ( - 3 ) @DRUG$ .	Neither did @DRUG$ adenylate ( up to 10 ( - 3 ) M ) produce any negative inotropic effect in isolated cat papillary muscles , while both lidocaine and quinidine were cardiodepressant at 10 ( - 3 ) M of @DRUG$ .	0
1	@DRUG$ is a naphthalenamine derivative with the predominant pharmacological action of inhibiting presynaptic reuptake of @DRUG$ from the synaptic cleft.	@DRUG$ is a naphthalenamine derivative with the predominant pharmacologic action of inhibiting presynaptic reuptake of @DRUG$ from the synaptic split .	@DRUG$ is a naphthalenamine derivative synaptic the predominant pharmacological action of inhibiting presynaptic reuptake of @DRUG$ the from with cleft .	@DRUG$ is a naphthalenamine derivative predominant action of inhibiting presynaptic reuptake of @DRUG$ from the synaptic cleft .	@DRUG$ inhibits the reuptake of @DRUG$ from the synaptic cleft, resulting in an increase in the amount of DRUGB available at the synapse.	0
0	Twelve of the adult overdose patients had total @DRUG$ levels ranging from 232 to 1390 @DRUG$/mL.	Twelve of the pornographic overdose patients had total @DRUG$ levels ranging from 232 to 1390 @DRUG$ / mL .	Twelve of the adult overdose patients had total @DRUG$ levels ranging from 232 mL 1390 @DRUG$ / to .	Twelve of the adult overdose patients had total @DRUG$ levels ranging from 232 to 1390 @DRUG$ / mL .	For every 1,000 milligrams of @DRUG$, there are between 232 and 1,390 milligrams of @DRUG$.	0
0	Atazanavir, formerly known as BMS-232632, can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir @DRUG$ @DRUG$/ritonavir 300/100 mg q.d. for therapy-experienced patients.	Atazanavir , erstwhile have it off as BMS - 232632 , can be dose either at 400 mg q.d. without a pharmacoenhancer as first- draw HIV therapy or combined with ritonavir @DRUG$ @DRUG$ / ritonavir 300/100 mg q.d. for therapy - experienced patients .	Atazanavir , formerly known as BMS pharmacoenhancer 232632 , can be dosed either at first- mg mg without a therapy as 400 line HIV - or combined with ritonavir @DRUG$ @DRUG$ / ritonavir 300/100 q.d. q.d. for therapy - experienced patients .	Atazanavir , known as BMS - 232632 , be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy combined with ritonavir @DRUG$ @DRUG$ / ritonavir 300/100 mg q.d. for - experienced patients .	Atazanavir can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy or combined with ritonavir @DRUG$ @DRUG$ / ritonavir 300/100 mg q.d. for therapy- experienced patients	0
0	CONCLUSIONS: Dabigatran etexilate (220 mg or 150 mg) was at least @DRUG$ effective and with a similar safety profile as @DRUG$ for prevention of VTE after total knee-replacement surgery.	finale : Dabigatran etexilate ( 220 mg or 150 mg ) was at least @DRUG$ effective and with a standardized safety profile as @DRUG$ for prevention of VTE after total human knee - replacement surgery .	similar at Dabigatran etexilate ( 220 mg or 150 mg - was : least @DRUG$ effective and with a CONCLUSIONS safety profile as @DRUG$ for prevention of VTE after total knee ) replacement surgery .	CONCLUSIONS : Dabigatran etexilate 220 mg or 150 mg ) was at least @DRUG$ effective and with a similar safety profile as @DRUG$ for prevention of VTE after total knee - replacement surgery	Dabigatran etexilate ( 220 mg or 150 mg ) was effective and had a similar safety profile as @DRUG$ for prevention of VTE after total knee - replacement surgery .	1
0	Role of @DRUG$, @DRUG$ oxidase and the effects of allopurinol in vascular oxidative stress.	Role of @DRUG$ , @DRUG$ oxidase and the gist of allopurinol in vascular oxidative stress .	Role of @DRUG$ , @DRUG$ oxidase and the effects of oxidative in vascular allopurinol stress .	Role of @DRUG$ , @DRUG$ oxidase and the effects of allopurinol in vascular oxidative stress .	@DRUG$ and @DRUG$ are two enzymes that work together to produce oxidative stress in the vascular system. Allopurinol is a drug that can inhibit the activity of DRUGA, which can help to reduce oxidative stress in the vascular system.	0
0	@DRUG$ was started at doses of 2.5-5 mg daily and increased at 2-4 weekly intervals @DRUG$ required for control of blood pressure.	@DRUG$ was started at doses of 2.5 - 5 mg day to day and increased at 2 - 4 weekly intervals @DRUG$ required for control of blood blackmail .	@DRUG$ was started at doses of 2.5 pressure 5 mg daily and increased at 2 - 4 weekly intervals @DRUG$ required - control of blood for .	@DRUG$ was started doses of 2.5 - 5 mg daily and increased at 2 - 4 weekly intervals @DRUG$ required for control of blood pressure .	@DRUG$ was started at lower doses and increased gradually over time, while @DRUG$ was started at higher doses and maintained at that level.	0
0	Cefixime was taken up less well than @DRUG$ due to a substantial reduction in the turnover rate and decreased affinity of the transporter for @DRUG$.	Cefixime was taken up less well than @DRUG$ imputable to a solid reduction in the turnover rate and decreased affinity of the transporter for @DRUG$ .	Cefixime was taken up less well than @DRUG$ due for a substantial the in the turnover rate and decreased affinity of reduction transporter to @DRUG$ .	Cefixime was taken less well than @DRUG$ due to a substantial reduction in the turnover rate and decreased affinity of the transporter for @DRUG$ .	Cefixime was taken up less well than @DRUG$ due to a substantial reduction in the turnover rate and decreased affinity of the transporter for @DRUG$ .	0
0	The method was validated for the analysis of 20 coccidiostats (arprinocid, clopidol, decoquinate, diclazuril, diaveridine, ethopabate, halofuginone, laidlomycin, lasalocid, @DRUG$, monensin, narasin, nequinate, nicarbazin, robenidine, salinomycin, @DRUG$, toltrazuril, toltrazuril sulphoxide and toltrazuril sulphone) in muscle and milk.	The method acting was corroborate for the depth psychology of 20 coccidiostats ( arprinocid , clopidol , decoquinate , diclazuril , diaveridine , ethopabate , halofuginone , laidlomycin , lasalocid , @DRUG$ , monensin , narasin , nequinate , nicarbazin , robenidine , salinomycin , @DRUG$ , toltrazuril , toltrazuril sulphoxide and toltrazuril sulphone ) in heftiness and milk river .	The method , validated for the , of 20 coccidiostats ( arprinocid , clopidol , decoquinate was diclazuril , diaveridine analysis ethopabate and halofuginone , laidlomycin , lasalocid , @DRUG$ , monensin , narasin , nequinate , nicarbazin , robenidine , salinomycin , @DRUG$ , toltrazuril , toltrazuril sulphoxide , toltrazuril sulphone milk in muscle and ) .	The method validated for the analysis of 20 ( arprinocid , clopidol , , diclazuril , diaveridine , , halofuginone , laidlomycin , lasalocid , @DRUG$ , monensin , narasin , nequinate , nicarbazin , robenidine , salinomycin , @DRUG$ , toltrazuril , sulphoxide and toltrazuril sulphone ) muscle and milk .	The method was validated for the analysis of 20 coccidiostats ( arprinocid , clopidol , decoquinate , diclazuril , diaveridine , ethopabate , halofuginone , laidlomycin , lasal	1
0	Therefore, a clinical microdialysis study was conducted to evaluate the distribution of @DRUG$ (TR-700), the active moiety of the antimicrobial prodrug tedizolid phosphate (TR-701), into interstitial fluid (ISF) of subcutaneous adipose and skeletal muscle tissues following a single oral 600 mg dose of @DRUG$ in fasting conditions.	Therefore , a clinical microdialysis subject was conducted to appraise the distribution of @DRUG$ ( TR - 700 ) , the active moiety of the antimicrobial prodrug tedizolid phosphate ( TR - 701 ) , into interstitial fluid ( ISF ) of subcutaneous adipose and skeletal heftiness tissues travel along a single oral 600 mg dose of @DRUG$ in fast experimental condition .	Therefore , a clinical microdialysis study was conducted prodrug evaluate the distribution of @DRUG$ ( TR - oral ) , - active moiety mg TR antimicrobial to tedizolid phosphate ( the the subcutaneous ) , into interstitial fluid ( ISF ) of 701 adipose and skeletal muscle tissues following a single 700 600 of dose of @DRUG$ in fasting conditions .	a clinical microdialysis study was conducted to evaluate the distribution of @DRUG$ ( TR - 700 ) , the active moiety of the antimicrobial prodrug tedizolid phosphate ( TR - 701 ) , into fluid ( of subcutaneous adipose and muscle tissues following a single oral mg dose @DRUG$ in fasting conditions .	A clinical microdialysis study was conducted to evaluate the distribution of @DRUG$ (TR-700), the active moiety of the antimicrobial prodrug tedizolid phosphate (TR-701), into interstitial fluid (ISF) of subcutaneous adipose and skeletal muscle tissues following a	1
1	These include alpha2 adrenergic receptor antagonists (eg, fipamezole), adenosine A2A receptor antagonists (eg, @DRUG$), AMPA receptor antagonists (eg, talampanel), neuronal synchronization modulators (eg, levetiracetam) and agents that interact with serotonergic systems such as 5-hydroxytryptamine (5-HT)1A agonists (eg, sarizotan) and 5-HT2A antagonists (eg, @DRUG$).	These let in alpha2 sympathomimetic sensory receptor antagonists ( eg , fipamezole ) , adenosine A2A sensory receptor antagonists ( eg , @DRUG$ ) , AMPA sensory receptor antagonists ( eg , talampanel ) , neuronic synchronicity modulators ( eg , levetiracetam ) and agents that interact with serotonergic systems such as fin - hydroxytryptamine ( fin - HT ) 1A agonists ( eg , sarizotan ) and fin - HT2A antagonists ( eg , @DRUG$ ) .	These include alpha2 adrenergic receptor antagonists ( eg ) fipamezole ) , adenosine 5 receptor antagonists ( eg , @DRUG$ , , AMPA receptor antagonists ( eg , - ) , neuronal synchronization modulators ( eg , levetiracetam ) 5 agents that interact with serotonergic systems such as 5 talampanel hydroxytryptamine ( and - HT , 1A agonists ( eg HT2A sarizotan ) and A2A - ) antagonists ( eg , @DRUG$ ) .	These include alpha2 adrenergic receptor antagonists ( eg , fipamezole ) , adenosine A2A receptor antagonists ( eg , @DRUG$ ) , AMPA receptor antagonists ( eg , talampanel ) , neuronal ( eg , levetiracetam ) and agents that interact with serotonergic systems such as 5 hydroxytryptamine ( 5 - HT ) 1A agonists ( eg , sarizotan ) 5 - HT2A antagonists ( eg , @DRUG$ .	@DRUG$ is an agent that interacts with serotonergic systems such as 5-HT1A agonists (eg, sarizotan) and 5-HT2A antagonists (eg, @DRUG$).	0
0	Two large randomized, nonblind efficacy studies demonstrated that transdermal ethinylestradiol/norelgestromin was as efficacious in preventing pregnancy @DRUG$ oral triphasic ethinylestradiol/levonorgestrel or oral @DRUG$/desogestrel.	Two large randomized , nonblind efficacy field of study demonstrated that transcutaneous ethinylestradiol / norelgestromin was as efficacious in preventing pregnancy @DRUG$ unwritten triphasic ethinylestradiol / levonorgestrel or unwritten @DRUG$ / desogestrel .	Two triphasic randomized , nonblind efficacy studies demonstrated that transdermal ethinylestradiol / norelgestromin was as / efficacious preventing pregnancy @DRUG$ oral large ethinylestradiol in levonorgestrel or oral @DRUG$ / desogestrel .	Two large randomized , nonblind efficacy studies demonstrated that transdermal ethinylestradiol / norelgestromin was as efficacious in preventing pregnancy @DRUG$ triphasic ethinylestradiol / levonorgestrel or oral @DRUG$ / desogestrel .	Two large randomized, nonblind efficacy studies demonstrated that transdermal ethinylestradiol / norelgestromin was as efficacious in preventing pregnancy as oral triphasic ethinylestradiol / levonorgestrel or oral @DRUG$ / desogestrel.	1
0	The average intake of @DRUG$ is 30 mg/day in the United States, however, when consumption of olive oil is high, the intake of squalene can reach 200-400 @DRUG$/day as observed in Mediterranean countries.	The modal intake of @DRUG$ is xxx mg / day in the United States , however , when white plague of olive embrocate is high , the intake of squalene can reach 200 - 400 @DRUG$ / day as observed in Mediterranean countries .	The average intake of @DRUG$ is 30 mg / day in the / States , squalene , however consumption of olive oil is high , the intake of when can reach United - 400 @DRUG$ 200 day as observed in Mediterranean countries .	The average intake of @DRUG$ is 30 mg / day in the United States , however , when consumption of olive oil is , the intake of squalene can reach 200 - 400 @DRUG$ / day as observed in Mediterranean countries .	The average intake of @DRUG$ is 30 mg / day in the United States . However , when consumption of olive oil is high , the intake of squalene can reach 200 - 400 @DRUG$ / day as observed in Mediterranean countries .	0
0	Under field conditions, @DRUG$ injectable solution given @DRUG$ a single IM dose of 2.5 mg/kg of body weight was safe and effective in the treatment of SRD.	nether field conditions , @DRUG$ injectable solution given @DRUG$ a undivided IM dose of 2.5 mg / kg of body weight was safe and in effect in the treatment of SRD .	Under field safe , @DRUG$ injectable solution given @DRUG$ a SRD IM dose of 2.5 mg / kg of body weight was conditions in effective and the treatment of single .	Under field conditions , @DRUG$ injectable solution given @DRUG$ a single IM dose of mg / kg of body weight was safe and effective in the treatment SRD .	@DRUG$ is safe and effective in the treatment of SRD when given as a single IM dose of 2.5 mg / kg of body weight.	1
1	@DRUG$ has no pharmacokinetic or cognitive interactions with @DRUG$ in healthy male volunteers.	@DRUG$ has no pharmacokinetic or cognitive interactions with @DRUG$ in tidy male volunteers .	@DRUG$ has no male or cognitive interactions with @DRUG$ in healthy pharmacokinetic volunteers .	@DRUG$ has no pharmacokinetic or cognitive interactions with @DRUG$ in healthy volunteers .	There is no interaction between the two drugs when they are taken by healthy male volunteers.	1
1	Fluorescence, absorption, time-correlated single photon counting (TCSPC), and circular dichroism (@DRUG$) spectroscopic techniques as well as molecular modeling methods were used to study the binding characterization of @DRUG$ (PMT) to human serum albumin (HSA) and the influence of flavonoids, rutin and baicalin, on their affinity.	Fluorescence , absorption , time - correlate i photon counting ( TCSPC ) , and bill dichroism ( @DRUG$ ) spectroscopic techniques as well as molecular modeling methods were used to study the binding characterization of @DRUG$ ( PMT ) to human blood serum albumen ( HSA ) and the tempt of flavonoids , rutin and baicalin , on their affinity .	Fluorescence , absorption influence time - correlated single photon counting ( and ) , and circular dichroism ( @DRUG$ PMT spectroscopic techniques as well as molecular of methods were used to study the , characterization affinity @DRUG$ ( ) ) to human serum albumin ( HSA ) and the binding of flavonoids , rutin TCSPC baicalin , on their modeling .	Fluorescence , absorption , time - correlated photon counting ( TCSPC ) , and dichroism ( @DRUG$ ) spectroscopic techniques as well as molecular modeling methods were used to study the binding characterization of @DRUG$ ( PMT ) to human serum albumin HSA influence of flavonoids , rutin and baicalin , on their affinity .	Fluorescence, absorption, TCSPC, and circular dichroism spectroscopic techniques were used to study the binding characterization of @DRUG$ to human serum albumin, and the influence of flavonoids, rutin, and baicalin on their affinity.	1
0	Atazanavir, formerly known as BMS-232632, can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir as @DRUG$/ritonavir 300/100 mg @DRUG$.d. for therapy-experienced patients.	Atazanavir , formerly known as BMS - 232632 , can be dose either at 400 mg q.d. without a pharmacoenhancer as first- line hiv therapy or combined with norvir as @DRUG$ / norvir 300/100 mg @DRUG$.d. for therapy - experienced patient role .	Atazanavir , formerly known as dosed - 232632 , can pharmacoenhancer BMS either HIV 400 mg q.d. without a be as first- at line therapy or combined with ritonavir as @DRUG$ / ritonavir 300/100 mg @DRUG$.d. for therapy - experienced patients .	, formerly known as BMS - 232632 , can be dosed either at 400 mg without a pharmacoenhancer line HIV therapy combined with ritonavir as @DRUG$ ritonavir mg @DRUG$.d. for therapy - experienced patients .	Atazanavir can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy or combined with ritonavir as @DRUG$ / ritonavir 300/100 mg @DRUG$.d. for therapy - experienced patients	0
0	@DRUG$ is a preferential COX-2 inhibitor antiplatelet agent that is @DRUG$ effective as aspirin in the prevention of serious vascular events.	@DRUG$ is a preferential COX - 2 inhibitor antiplatelet agent that is @DRUG$ effective as aspirin in the bar of serious vascular case .	@DRUG$ antiplatelet a preferential COX - 2 inhibitor is agent that is @DRUG$ effective as vascular in the prevention of serious aspirin events .	@DRUG$ is a preferential COX - 2 inhibitor antiplatelet agent is @DRUG$ effective aspirin the prevention of serious vascular events .	@DRUG$ is a drug that is more effective than aspirin at preventing serious vascular events, and it does this by specifically inhibiting the COX-2 enzyme.	1
0	Actaea racemosa L (formerly Cimicifuga racemosa [@DRUG$] Nutt) (Ranunculaceae), commonly known @DRUG$ black cohosh, is an herb native to Eastern North America.	Actaea racemosa L ( formerly Cimicifuga racemosa [ @DRUG$ ] Nutt ) ( Ranunculaceae ) , commonly known @DRUG$ disgraceful cohosh , is an herb indigen to easterly North America .	Actaea racemosa L ( formerly Cimicifuga racemosa [ @DRUG$ ] Nutt ) ( , ) Eastern North known @DRUG$ black cohosh , is an herb native to Ranunculaceae commonly America .	Actaea racemosa L ( formerly Cimicifuga racemosa [ @DRUG$ ] ) ( Ranunculaceae ) , commonly known @DRUG$ black cohosh , is an herb native to Eastern North America .	@DRUG$ is an herb that is native to Eastern North America. @DRUG$ is commonly known as black cohosh, and is an herb that is also native to Eastern North America.	0
0	Against Pseudomonas aeruginosa, @DRUG$ showed activity two to four times that of sulbenicillin and @DRUG$ but less than that of cefsulodin.	Against Pseudomonas aeruginosa , @DRUG$ showed activeness ii to four times that of sulbenicillin and @DRUG$ but less than that of cefsulodin .	Against Pseudomonas aeruginosa , @DRUG$ showed activity to two four times and of sulbenicillin that @DRUG$ but less than that of cefsulodin .	Against Pseudomonas aeruginosa , @DRUG$ showed activity two to four times that of sulbenicillin @DRUG$ but less than that of cefsulodin .	@DRUG$ is two to four times more active against Pseudomonas aeruginosa than sulbenicillin is, but less active than cefsulodin is.	1
0	The thioredoxin (Trx) system comprising NADPH, thioredoxin reductase (TrxR), and Trx and the glutathione (@DRUG$) system composed of @DRUG$, glutathione reductase, and GSH supported by glutaredoxin are the two electron donor systems that control cellular proliferation, viability, and apoptosis.	The thioredoxin ( Trx ) system incorporate NADPH , thioredoxin reductase ( TrxR ) , and Trx and the glutathione ( @DRUG$ ) system composed of @DRUG$ , glutathione reductase , and GSH hold by glutaredoxin are the deuce negatron donor system of rules that control cellular proliferation , viability , and apoptosis .	The thioredoxin Trx the ) system comprising NADPH , thioredoxin reductase ( TrxR Trx , and ( and the glutathione ( @DRUG$ ) system composed cellular @DRUG$ , glutathione reductase , and GSH supported by glutaredoxin control ) two electron donor systems that are of proliferation , viability , and apoptosis .	The thioredoxin ( Trx system comprising NADPH , thioredoxin reductase ( TrxR ) , and Trx and the glutathione ( @DRUG$ ) system composed of @DRUG$ , glutathione reductase , and GSH supported by glutaredoxin are the two electron donor systems that control cellular proliferation , viability , and apoptosis .	The glutathione ( @DRUG$ ) system composed of @DRUG$ , glutathione reductase , and GSH supported by glutaredoxin is the two electron donor system that controls cellular proliferation , viability , and apoptosis .	0
0	METHODS: Thirteen healthy volunteers received single 3-mg oral doses of midazolam on three occasions: in the control condition, during @DRUG$-treatment with low-dose ritonavir (three oral doses of 100 @DRUG$ over 24 h), and during co-treatment with ALT-2074 (three oral doses of 80 mg over 24 h).	METHODS : Thirteen healthy volunteers incur individual 3 - mg oral doses of midazolam on tierce function : in the control stipulation , during @DRUG$ - treatment with low-dose ritonavir ( tierce oral doses of 100 @DRUG$ over 24 hydrogen ) , and during co-treatment with ALT - 2074 ( tierce oral doses of 80 mg over 24 hydrogen ) .	METHODS : Thirteen healthy volunteers received single 3 - mg oral doses condition midazolam on three over during over the control 24 , during @DRUG$ - treatment with of ritonavir ( three oral doses of 100 @DRUG$ in low-dose h ) , and : co-treatment with ALT - 2074 ( three oral doses of 80 mg occasions 24 h ) .	METHODS : Thirteen healthy volunteers received single 3 - mg oral doses of on three occasions : in the control condition , during @DRUG$ treatment low-dose ritonavir ( three oral doses of 100 @DRUG$ over 24 h , and during co-treatment with ALT - 2074 ( three oral doses of 80 mg over h ) .	Thirteen healthy volunteers received single 3 - mg oral doses of midazolam on three occasions: in the control condition, during @DRUG$-treatment with low-dose ritonavir (three oral doses of 100 @DRUG$ over 24 h), and during co-treatment with ALT	0
0	These include: (i) centrally-acting drugs, such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine, the endocannabinoid antagonist @DRUG$, the selective serotonin 5-HT2c agonist APD-356, and oleoyl-estrone; (ii) drugs that target peripheral episodic satiety signals, such @DRUG$ glucagon-like peptide-1 (exenatide, exenatide-LAR and liraglutide), peptide YY (intranasal PYY3-36 and AC-162325) and amylin (pramlintide); (iii) drugs that block fat absorption, such as the novel lipase inhibitors cetilistat and GT-389255; and (iv) a human growth hormone fragment (AOD-9604) that increases adipose tissue breakdown.	These let in : ( i ) centrally - acting drugs , such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine , the endocannabinoid antagonist @DRUG$ , the selective  hydroxytryptamine 5 - HT2 c protagonist APD - 356 , and oleoyl- oestrone ; ( ii ) drugs that target peripheral episodic satiation signals , such @DRUG$ glucagon - like peptide - 1 ( exenatide , exenatide - LAR and liraglutide ) , peptide YY ( intranasal PYY3 - 36 and alternating electric current - 162325 ) and amylin ( pramlintide ) ; ( troika ) drugs that block fat immersion , such as the fresh lipase inhibitors cetilistat and GT - 389255 ; and ( iv ) a human being growth hormone sherd ( AOD - 9604 ) that increases adipose weave partitioning .	These the : ( i ) centrally - acting drugs , such as the noradrenergic and dopaminergic 162325 inhibitor radafaxine , the endocannabinoid antagonist @DRUG$ 1 include selective serotonin 5 - HT2 c agonist APD - 356 , pramlintide oleoyl- estrone ; ( ii , drugs that target peripheral episodic satiety signals , such @DRUG$ glucagon - fragment , - , ( exenatide ) exenatide - LAR and liraglutide ) 9604 peptide YY ( intranasal PYY3 - 36 and AC - reuptake ) peptide amylin ( and ) ; ( iii ) drugs that block fat absorption , such as the novel lipase inhibitors cetilistat and GT - 389255 ; and ( iv ) growth human breakdown hormone like ( AOD - and ) that increases adipose tissue a .	These include : ( i ) centrally - acting drugs , such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine , the endocannabinoid antagonist @DRUG$ , the selective serotonin 5 - HT2 c agonist APD - 356 , and oleoyl- estrone ; ( ii ) drugs that target peripheral episodic satiety signals , such @DRUG$ glucagon - like peptide - 1 ( exenatide , exenatide - LAR and liraglutide ) peptide YY intranasal PYY3 - and AC - 162325 ) and amylin ( pramlintide ) ; ( iii ) drugs that block fat absorption , such as the novel lipase inhibitors cetilistat and GT - 389255 ; and ( iv ) a human growth hormone fragment ( AOD - 9604 ) that increases adipose breakdown .	@DRUG$ is a drug that blocks fat absorption, while @DRUG$ is a drug that increases adipose tissue breakdown.	0
0	[3H]Mibolerone binding to the androgen receptor was competed effectively with unlabeled dihydrotestosterone, R1881, and @DRUG$ but not by @DRUG$, diethylstilbestrol or R5020, in the presence of triamcinolone acetonide.	[ 3H ] Mibolerone binding to the androgen receptor was competed effectively with untagged dihydrotestosterone , R1881 , and @DRUG$ but not by @DRUG$ , des or R5020 , in the mien of triamcinolone acetonide .	[ 3H and of binding to the androgen receptor was competed effectively with unlabeled dihydrotestosterone triamcinolone R1881 , ] @DRUG$ but not by @DRUG$ , diethylstilbestrol or R5020 , in the presence Mibolerone , acetonide .	[ 3H ] Mibolerone binding to the androgen receptor was competed effectively unlabeled dihydrotestosterone , R1881 , @DRUG$ but not by @DRUG$ , or R5020 , the presence of triamcinolone acetonide .	3H] Mibolerone binding to the androgen receptor was competed effectively with unlabeled dihydrotestosterone, R1881, and @DRUG$ but not by @DRUG$, diethylstilbestrol or R5020, in the presence of triamcin	0
0	In the NEAT study, more patients receiving twice-daily @DRUG$ in combination with @DRUG$ and lamivudine achieved HIV RNA levels <400 copies/mL than those receiving a similar nelfinavir-based regimen.	In the NEAT study , more patient receiving twice - daily @DRUG$ in combination with @DRUG$ and lamivudine achieved HIV RNA levels < 400 written matter / mL than those receiving a similar nelfinavir-based regime .	In - NEAT mL , more patients receiving twice the daily @DRUG$ in combination with @DRUG$ and lamivudine achieved copies RNA levels < 400 HIV / study than those receiving a similar nelfinavir-based regimen .	NEAT study , more patients receiving twice - daily @DRUG$ in combination with @DRUG$ and lamivudine achieved HIV RNA levels < copies / mL those receiving similar nelfinavir-based regimen .	More patients receiving twice-daily @DRUG$ in combination with @DRUG$ and lamivudine achieved HIV RNA levels < 400 copies / mL than those receiving a similar nelfinavir-based regimen.	0
0	The compounds that are currently under clinical (Phase I, II or III) or preclinical investigation are either targeted at the same specific viral proteins @DRUG$ the licensed compounds (i.e., reverse transcriptase [NRTIs: PSI-5004, (-)-dOTC, DPC-817, elvucitabine, alovudine, MIV-210, amdoxovir, DOT; NNRTIs: thiocarboxanilide, UC-781, capravirine, dapivirine, etravirine, rilpivirine], protease [PIs: tipranavir, TMC-114]) or other specific viral proteins (i.e., gp120: cyanovirin N; attachment inhibitors: AIs, such as BMS-488043; integrase: L-870,812, PDPV-165; capsid proteins: PA-457, alpha-HCG); or cellular proteins (CD4 downmodulators: CADAs; CXCR4 antagonists: @DRUG$-070, CS-3955; CCR5 antagonists: TAK-220, SCH-D, AK-602, UK-427857).	The compounds that are presently under clinical ( form I , deuce or trine ) or presymptomatic probe are either targeted at the same particular viral proteins @DRUG$ the license compounds ( id est , countermand transcriptase [ NRTIs : psi -5004 , ( -) - dOTC , DPC - 817 , elvucitabine , alovudine , MIV - 210 , amdoxovir , DOT ; NNRTIs : thiocarboxanilide , UC - 781 , capravirine , dapivirine , etravirine , rilpivirine ] , protease [ PIs : tipranavir , TMC - 114 ] ) or other particular viral proteins ( id est , gp120 : cyanovirin due north ; fond regard inhibitors : AIs , such as BMS - 488043 ; integrase : L-870,812 , PDPV - one hundred sixty five ; mirid bug proteins : PA - 457 , alpha - HCG ) ; or cellular proteins ( CD4 downmodulators : CADAs ; CXCR4 antagonists : @DRUG$ -070 , CS -3955 ; CCR5 antagonists : TAK - 220 , SCH -D , ak -602 , uk -427857 ) .	The compounds that are currently under , ( Phase I , II or capravirine ) TMC preclinical investigation are either targeted at the same ] viral ( @DRUG$ the licensed compounds proteins i.e. , reverse transcriptase [ - : PSI CD4 UC ( -) - dOTC , DPC - 817 , elvucitabine , alovudine , MIV - 210 UK amdoxovir , DOT ; NNRTIs : thiocarboxanilide , , - 781 , III , dapivirine , etravirine , ] specific or protease [ PIs : tipranavir , , - 114 rilpivirine ) or other specific capsid proteins ( i.e. , gp120 ) cyanovirin N ; attachment inhibitors : AIs , such as BMS NRTIs 488043 ; integrase : L-870,812 HCG PDPV - 165 ; viral proteins : PA - 457 clinical alpha - , : ; or cellular proteins ( CADAs downmodulators : -5004 ; CXCR4 antagonists : @DRUG$ -070 , CS -3955 CCR5 ; antagonists : TAK - 220 , SCH -D , ) -602 , , -427857 AK .	The compounds that are under clinical ( Phase I , II or ) or preclinical investigation are either targeted at the same specific viral proteins @DRUG$ the licensed compounds ( i.e. , reverse transcriptase [ NRTIs : PSI -5004 , ( -) - , DPC - 817 , elvucitabine alovudine , MIV - 210 , amdoxovir , DOT ; NNRTIs : thiocarboxanilide , UC - 781 , capravirine , dapivirine , etravirine , rilpivirine ] , protease [ PIs : tipranavir , TMC - 114 ] ) or other specific viral proteins ( i.e. , gp120 : cyanovirin N ; attachment inhibitors : AIs , such as BMS - 488043 ; integrase : L-870,812 , PDPV - 165 ; capsid proteins : PA - 457 , alpha HCG ) ; or cellular proteins ( CD4 downmodulators CADAs ; antagonists : @DRUG$ -070 , CS -3955 ; CCR5 antagonists - 220 , SCH -D AK , UK -427857 ) .	The compounds that are currently under clinical ( Phase I , II or III ) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds ( i.e. , reverse transcriptase [ NRTIs : PSI -5004 , ( -) - dOTC ,	1
0	@DRUG$ was detected at up to 4.1 microg/ml (ppm) in a coincidental guttation collection 3 @DRUG$ after a top label rate soil application and at 37 microg/ml one d after a separate top label rate soil application study.	@DRUG$ was detected at up to 4.1 microg / ml ( ppm ) in a coincidental guttation collection 3 @DRUG$ after a top label range soil application and at thirty seven microg / ml one viosterol after a separate top label range soil application analyze .	@DRUG$ was detected at up to 4.1 microg / ml ( ppm ) in a coincidental guttation collection 3 @DRUG$ application a top label rate one application and at 37 microg separate a soil d after ml / top label rate soil after study .	@DRUG$ was detected at up to 4.1 microg / ml ppm ) in guttation collection 3 @DRUG$ after a top label rate soil application and at 37 microg / one d after a separate top label rate soil application .	@DRUG$ was detected at up to 4.1 microg / ml ( ppm ) in a coincidental guttation collection 3 @DRUG$ after a top label rate soil application and at 37 microg / ml one d after a separate top label rate soil application study ."In other	0
1	Probes were perfused with artificial cerebrospinal fluid containing nicotine, the specific alpha(4)beta(2*) nAChR agonist metanicotine, or @DRUG$ plus nAChR antagonists and @DRUG$ measured in the microdialysates.	Probes were perfused with artificial cerebrospinal fluid turn back nicotine , the specific alpha ( 4 ) count a ( 2 * ) nAChR agonist metanicotine , or @DRUG$ summation nAChR antagonists and @DRUG$ measured in the microdialysates .	Probes were @DRUG$ with or cerebrospinal fluid containing nicotine , the specific alpha ( 4 ) bet a ( 2 * ) nAChR nAChR metanicotine , artificial perfused plus agonist antagonists and @DRUG$ measured in the microdialysates .	Probes were perfused with artificial cerebrospinal fluid containing nicotine , the alpha ( 4 ) bet a ( 2 * ) nAChR agonist metanicotine , or @DRUG$ plus antagonists and @DRUG$ measured in microdialysates .	Probes were perfused with artificial cerebrospinal fluid containing nicotine or the specific alpha ( 4 ) bet a ( 2 * ) nAChR agonist metanicotine , and @DRUG$ measured in the microdialysates .	1
0	In @DRUG$-3 tumor-bearing mice, administration of a combination of LErafAON (i.v., 25 mg/kg/dose, x10/16) and cisplatin (i.v., 11.0 mg/kg/dose, x3), epirubicin (EPI) (i.v., 9.0 mg/kg/dose, x3) or mitoxantrone (MTO) (i.v., 2.5 mg/kg/dose, x3) led to enhanced tumor growth inhibition as compared with single agents (@DRUG$+cisplatin versus cisplatin, p<0.0002, n=8; LErafAON+EPI versus EPI, p<0.0001, n=6; LErafAON+MTO versus MTO, p<0.05, n=5).	In @DRUG$ - troika tumor-bearing mice , giving medication of a compounding of LErafAON ( i.v. , xxv atomic number  /kg / dose , x10/16 ) and cisplatin ( i.v. , 11.0 mg/kg/ dose , x3 ) , epirubicin ( epi ) ( i.v. , 9.0 atomic number  /kg / dose , x3 ) or mitoxantrone ( MTO ) ( i.v. , 2.5 mg/kg / dose , x3 ) led to raise neoplasm emergence forbiddance as compared with single agents ( @DRUG$ + cisplatin versus cisplatin , p<0.0002 , n=8 ; LErafAON+EPI versus epi , p<0.0001 , n=6 ; LErafAON + MTO versus MTO , p<0.05 , n=5 ) .	In @DRUG$ - 3 tumor-bearing mice , dose ; cisplatin combination ) LErafAON ( i.v. , 25 mg /kg / dose , x10/16 ) and ; ( i.v. , 11.0 mg/kg/ dose i.v. x3 of , epirubicin ( EPI ) ( , , 9.0 mg /kg mitoxantrone dose , x3 ) or / ( MTO ) ( i.v. , 2.5 mg/kg / administration , x3 ) led to enhanced tumor growth inhibition as compared with single agents ( @DRUG$ + cisplatin versus a , p<0.0002 , of cisplatin n=8 versus EPI , p<0.0001 , n=6 LErafAON+EPI LErafAON , MTO versus MTO + p<0.05 , n=5 ) .	In @DRUG$ - tumor-bearing mice administration of a combination of LErafAON , 25 mg /kg / dose ) and ( i.v. , 11.0 dose , ) , epirubicin ( EPI ) ( , 9.0 mg / dose , x3 ) or mitoxantrone ( MTO ) ( i.v. , 2.5 mg/kg / dose , x3 ) led to enhanced growth inhibition as compared with single agents ( @DRUG$ + versus cisplatin , p<0.0002 , n=8 ; LErafAON+EPI versus EPI , p<0.0001 , n=6 ; + versus MTO , p<0.05 , n=5 .	Drug A" (@DRUG$) is more effective at inhibiting tumor growth when used in combination with "Drug B" (@DRUG$) than when used alone.	0
0	In clinical trials, zopiclone (usually 7.5 mg) improved sleep in chronic insomniacs similarly to nitrazepam 5 @DRUG$, flurazepam 15 to 30 mg, @DRUG$ 0.5 mg and temazepam 20 mg, but in a single study was slightly less effective than flunitrazepam 2 mg in some evaluation criteria.	inch clinical trials , zopiclone ( ordinarily 7.5 mg ) improved sleep in chronic insomniacs similarly to nitrazepam 5 @DRUG$ , flurazepam xv to 30 mg , @DRUG$ 0.5 mg and restoril 20 mg , but in a single study was slightly to a lesser extent effective than flunitrazepam 2 mg in some evaluation criteria .	In temazepam trials , zopiclone in usually 7.5 mg ) criteria sleep in chronic insomniacs a to nitrazepam was @DRUG$ , flurazepam 15 to 30 mg , @DRUG$ 0.5 mg and clinical 20 mg , but ( similarly single study 5 slightly less effective than flunitrazepam 2 mg in some evaluation improved .	clinical trials zopiclone ( usually 7.5 mg ) improved sleep in chronic insomniacs similarly to nitrazepam 5 @DRUG$ , flurazepam 15 to 30 mg , @DRUG$ 0.5 mg and 20 mg , but in a single study was slightly less effective than flunitrazepam 2 mg some evaluation criteria .	Zopiclone is similar in effectiveness to nitrazepam, flurazepam, and temazepam in improving sleep in chronic insomniacs, but it is less effective than flunitrazepam.	1
0	In conclusion, our results provide evidence that @DRUG$ @DRUG$ a single agent inhibits breast tumour growth and metastasis in vivo, and thus is a promising candidate drug to treat human cancer.	in conclusion , our results provide evidence that @DRUG$ @DRUG$ a  agent inhibits breast tumour growth and metastasis in vivo , and thus is a promising candidate drug to regale human cancer .	In growth , our results human evidence that @DRUG$ @DRUG$ a single agent inhibits breast tumour conclusion and metastasis in vivo , and thus is a promising to drug candidate treat provide cancer .	In , our results provide that @DRUG$ @DRUG$ a single agent inhibits breast tumour and metastasis in vivo and thus is a promising candidate drug to human cancer .	@DRUG$ is a promising candidate drug to treat human cancer, as it single agent inhibits breast tumour growth and metastasis in vivo.	1
0	Cumulative urinary excretion of @DRUG$ (@DRUG$ percentage of dose administered) was: 14.05 +/- 2.87 within 2 hours, 25.77 +/- 3.98 within 4 hours, and 27.85 +/- 4.27 within 6 hours after administration.	Cumulative urinary excretion of @DRUG$ ( @DRUG$ percentage of sexually transmitted disease administered ) was : 14.05 +/- 2.87 within ii hours , 25.77 +/- 3.98 within 4 hours , and 27.85 +/- 4.27 within 6 hours after brass .	, urinary excretion of @DRUG$ ( @DRUG$ percentage of within administered ) was : 14.05 +/- 2.87 within 2 hours , 25.77 +/- 3.98 within 4 hours Cumulative and 27.85 +/- after dose 6 hours 4.27 administration .	Cumulative excretion of @DRUG$ ( @DRUG$ percentage of dose ) : 14.05 +/- 2.87 within 2 hours , 25.77 +/- 3.98 within 4 hours , and 27.85 +/- 4.27 within 6 hours after administration .	Cumulative urinary excretion of @DRUG$ ( @DRUG$ percentage of dose administered ) was : 14.05 +/- 2.87 within 2 hours , 25.77 +/- 3.98 within 4 hours , and 27.85 +/- 4.27 within 6 hours after administration .	0
0	Azimilide pharmacokinetics was unaffected by digoxin, except for a 36% increase in CL(@DRUG$) (@DRUG$ = .0325), with no change in CL(o).	Azimilide pharmacokinetics was unmoved by lanoxin , except for a 36 % increase in CL ( @DRUG$ ) ( @DRUG$ = .0325 ) , with no exchange in CL ( o ) .	Azimilide in ) unaffected by digoxin , except for a 36 % increase in CL ( @DRUG$ ) ( @DRUG$ = pharmacokinetics ) , with no change .0325 CL ( o was .	Azimilide pharmacokinetics was unaffected by digoxin , except for a 36 % increase in CL ( @DRUG$ ) ( @DRUG$ = .0325 ) , no change in CL ( ) .	Azimilide pharmacokinetics was unaffected by digoxin, except for a 36 % increase in CL (@DRUG$), with no change in CL (o).	1
0	LAT1-mediated [(14)C]phenylalanine uptake was strongly inhibited in a competitive manner by aromatic-amino acid derivatives including @DRUG$, alpha-methyldopa, melphalan, triiodothyronine, and @DRUG$, whereas phenylalanine methyl ester, N-methyl phenylalanine, dopamine, tyramine, carbidopa, and droxidopa did not inhibit [(14)C]phenylalanine uptake.	LAT1 - intercede [ ( fourteen ) nose candy ] phenylalanine intake was strongly inhibit in a competitive manner by aromatic-amino dose derivatives including @DRUG$ , alpha-methyldopa , melphalan , triiodothyronine , and @DRUG$ , whereas phenylalanine methyl ester , N-methyl phenylalanine , dopamine , tyramine , carbidopa , and droxidopa did not inhibit [ ( fourteen ) nose candy ] phenylalanine intake .	LAT1 - mediated [ ( 14 ) C ] phenylalanine uptake was strongly ester in a competitive derivatives by aromatic-amino acid , including @DRUG$ , alpha-methyldopa , melphalan , triiodothyronine , and @DRUG$ , inhibited phenylalanine methyl whereas , N-methyl phenylalanine manner dopamine , tyramine , carbidopa , and droxidopa did not inhibit [ ( 14 ) C ] phenylalanine uptake .	LAT1 - mediated [ ( 14 ) C ] phenylalanine uptake was strongly inhibited in a competitive manner by aromatic-amino acid derivatives including @DRUG$ , alpha-methyldopa , melphalan triiodothyronine , and @DRUG$ , phenylalanine methyl ester , N-methyl phenylalanine , dopamine , , carbidopa and droxidopa did not [ ( ) C ] phenylalanine uptake .	@DRUG$ inhibits the uptake of phenylalanine into cells, while @DRUG$ does not.	0
1	The addition of intravenous @DRUG$ during an @DRUG$ interview.	The addition of endovenous @DRUG$ during an @DRUG$ interview .	of addition The intravenous @DRUG$ during an @DRUG$ interview .	The addition of @DRUG$ during an @DRUG$ interview .	If you are interviewed while taking intravenous @DRUG$, it will be more likely that you will be judged to be using @DRUG$.	0
0	Plasma ionized Mg levels and total erythrocyte @DRUG$ content were determined as well @DRUG$ the excretion of Mg in urine before and after an oral loading test.	Plasma ionized Mg levels and total erythrocyte @DRUG$ content were check as well @DRUG$ the evacuation of Mg in urine before and after an oral loading test .	Plasma ionized Mg Mg and total erythrocyte as content were determined @DRUG$ well @DRUG$ the excretion of levels in urine before and after an oral loading test .	Plasma ionized Mg levels and total erythrocyte @DRUG$ content were determined as well @DRUG$ the excretion of Mg in urine before and after an oral loading test .	The plasma ionized Mg levels and total erythrocyte @DRUG$ content were determined, as well as the excretion of Mg in urine, before and after an oral loading test.	1
0	The activity of @DRUG$.C. against the formation of germ-tube from blastospores of C. albicans in N-acetyl-glucosamine solution (no culture medium) was markedly high; this is very important because in C. albicans the germ-tube production and @DRUG$-mycelial conversion are prominent for pathogenicity and resistance to host defences.	The activity of @DRUG$ .C. against the formation of germ-tube from blastospores of C. albicans in N-acetyl - glucosamine root ( no culture metier ) was markedly high ; this is very important because in C. albicans the germ-tube production and @DRUG$ - mycelial conversion are prominent for pathogenicity and impedance to boniface defense .	The activity of @DRUG$ very against N-acetyl formation of germ-tube from blastospores of C. albicans in the and glucosamine pathogenicity for no culture medium ) was markedly high ; this is .C. important because in C. albicans the germ-tube production - @DRUG$ - mycelial conversion are prominent ( solution and resistance to host defences .	The activity of @DRUG$ .C. against the formation of germ-tube blastospores of C. albicans in N-acetyl - glucosamine solution ( no culture medium ) was markedly high this is very important because in C. the germ-tube production and @DRUG$ - mycelial conversion are prominent for pathogenicity and resistance to host defences .	@DRUG$ is very effective in preventing the formation of germ-tubes from blastospores of C. albicans, which is important because the germ-tube production and @DRUG$ - mycelial conversion are key factors in C. albicans pathogenicity and resistance to host	0
0	We utilized @DRUG$-@DRUG$-BSA as a coating antigen for ELISA development.	We utilised @DRUG$ -@DRUG$ - BSA as a coating antigen for ELISA development .	We utilized @DRUG$ -@DRUG$ - BSA for a coating antigen as ELISA development .	We utilized @DRUG$ -@DRUG$ - BSA as a coating antigen for development .	We used @DRUG$ as a coating antigen for ELISA development.	1
0	The mean (+/- standard deviation) areas under the metronidazole plasma concentration-time curve (AUC(0-24)) for 1,500-mg q24h (338 +/- 105 mg.h/liter) and 500-mg q8h (356 +/- 68 mg.h/liter) regimens were not different (P > 0.05), but both were significantly higher than the 1,000-@DRUG$ q24h AUC(0-24) (@DRUG$ < 0.05, 227 +/- 57 mg.h/liter).	The tight ( +/- touchstone deflexion ) areas under the flagyl plasma compactness - time curve ( AUC ( 0 - 24 ) ) for 1,500 - mg q24h ( 338 +/- 105 mg.h/liter ) and 500 - mg q8h ( 356 +/- 68 mg.h/ liter ) regimen were not different ( p > 0.05 ) , but both were significantly high pitched than the 1,000 - @DRUG$ q24h AUC ( 0 - 24 ) ( @DRUG$ < 0.05 , 227 +/- 57 mg.h/ liter ) .	The mean ( +/- were deviation ) areas under - metronidazole plasma concentration 356 time curve ( ( ( 0 - 24 105 ) for 1,500 - mg higher ( 338 +/- liter mg.h/liter ) and 500 - mg q8h ( the , 68 mg.h/ ) ) regimens were not different ( P > 0.05 ) , but both standard significantly q24h than the 1,000 - @DRUG$ q24h AUC AUC 0 - 24 ) ( @DRUG$ < 0.05 +/- 227 +/- 57 mg.h/ liter ) .	The mean ( +/- standard deviation ) areas under the metronidazole plasma concentration time curve ( AUC ( 0 - 24 ) 1,500 - mg q24h 338 +/- mg.h/liter ) and 500 - mg q8h ( 356 +/- 68 mg.h/ liter ) were not different ( P > 0.05 ) , but both were significantly higher than the 1,000 - @DRUG$ q24h AUC ( - 24 ) ( @DRUG$ < , 227 +/- 57 mg.h/ liter ) .	The mean ( +/- standard deviation ) areas under the metronidazole plasma concentration - time curve ( AUC ( 0 - 24 ) ) for 1,500 - mg q24h ( 338 +/- 105 mg.h/liter ) and 500 - mg q8h ( 356 +/- 68 mg	1
0	Major pharmacokinetic parameters were @DRUG$ follows: Tmax 1.44 +/- 0.39 h, Cmax 9.83 +/- 2.41 microg x L(-1), t1/2 4.85 +/- 1.23 h and AUC(0-infinity) 40.32 +/- 6.82 microg x h x @DRUG$(-1).	Major pharmacokinetic parametric quantity were @DRUG$ follows : Tmax 1.44 +/- 0.39 heat content , Cmax 9.83 +/- 2.41 microg ex L ( - 1 ) , t1/2 4.85 +/- 1.23 heat content and AUC (  - eternity ) 40.32 +/- 6.82 microg ex heat content ex @DRUG$ ( - 1 ) .	) pharmacokinetic parameters were @DRUG$ follows : Tmax 1.44 +/- 0.39 h , Cmax ) +/- ( microg x L ( - 1 9.83 , - 4.85 +/- 1.23 6.82 and AUC 2.41 0 t1/2 infinity ) 40.32 +/- h microg x h x @DRUG$ ( - 1 Major .	Major pharmacokinetic parameters were @DRUG$ follows : Tmax 1.44 +/- 0.39 h , Cmax 9.83 +/- 2.41 microg x L ( - 1 ) t1/2 4.85 +/- 1.23 h and AUC ( 0 - infinity ) 40.32 +/- microg x x @DRUG$ ( - 1 ) .	The maximum concentration of @DRUG$ in the blood (Cmax) was 9.83 +/- 2.41 microg x L-1, and it was reached 1.44 +/- 0.39 h after administration. The elimination half-life (t1/2) was 4.85 +/-	1
0	The prototypical prostamide antagonists, AGN 204396 and 7, blocked the effects of prostamide @DRUG$(2alpha) and @DRUG$ but not those of PGF(2alpha) and FP receptor agonists in the feline iris.	The prototypical prostamide antagonists , AGN 204396 and septenary , choke up the upshot of prostamide @DRUG$ ( 2alpha ) and @DRUG$ but not those of PGF ( 2alpha ) and FP receptor agonists in the feline iris .	and prototypical prostamide antagonists , AGN 204396 and 7 , blocked the effects of prostamide @DRUG$ ( receptor ) The @DRUG$ but not those of in ( 2alpha ) and FP 2alpha agonists PGF the feline iris .	The prototypical prostamide antagonists , AGN 204396 and 7 , blocked the effects of prostamide @DRUG$ ( 2alpha ) and @DRUG$ but not those of PGF ( 2alpha ) and FP receptor agonists in the feline iris .	AGN 204396 and 7 block the effects of prostamide @DRUG$ and @DRUG$, but not those of PGF and FP receptor agonists.	0
0	@DRUG$ 150 mg could not be distinguished from placebo, though ibuprofen 400 @DRUG$ was distinguished from placebo.	@DRUG$ 150 mg could not be distinguished from placebo , though nuprin 400 @DRUG$ was distinguished from placebo .	@DRUG$ 150 mg could not be distinguished from placebo , though placebo 400 @DRUG$ was distinguished from ibuprofen .	@DRUG$ 150 mg could not distinguished from placebo , though ibuprofen 400 @DRUG$ was distinguished from placebo .	@DRUG$ 150 mg was not distinguishable from placebo, while ibuprofen 400 mg was distinguishable from placebo.	1
0	MANAGEMENT: For the patient presenting with ophthalmologic abnormalities or significant acidosis, the acidosis should be corrected with intravenous @DRUG$, the further generation of toxic metabolite should be blocked by the administration of fomepizole or ethanol and @DRUG$ metabolism should be enhanced by the administration of intravenous folinic acid.	MANAGEMENT : For the affected role presenting with ophthalmologic abnormalities or important acidosis , the acidosis should be corrected with endovenous @DRUG$ , the further coevals of toxic metabolite should be blocked by the administration of fomepizole or fermentation alcohol and @DRUG$ metabolism should be enhanced by the administration of endovenous folinic acid .	MANAGEMENT : For administration patient presenting with of acidosis or significant by , the abnormalities should be corrected with intravenous @DRUG$ , the further generation ophthalmologic acid metabolite should be blocked acidosis the administration of fomepizole or ethanol and @DRUG$ metabolism should be enhanced by the the of intravenous folinic toxic .	MANAGEMENT : For the patient presenting with ophthalmologic abnormalities significant acidosis , the acidosis should be corrected with intravenous @DRUG$ , the further generation of toxic metabolite should be blocked by the administration of fomepizole or ethanol and @DRUG$ metabolism should be enhanced by administration of intravenous folinic acid .	If a patient has ophthalmologic abnormalities or significant acidosis, the acidosis should be corrected with intravenous @DRUG$. The further generation of toxic metabolite should be blocked by the administration of fomepizole or ethanol, and @DRUG$ metabolism should be enhanced by the administration	0
0	Residue and bio-efficacy evaluation of controlled release formulations of imidacloprid against pests in @DRUG$ (@DRUG$ max).	Residue and bio-efficacy evaluation of controlled release formulations of imidacloprid against blighter in @DRUG$ ( @DRUG$ max ) .	Residue and bio-efficacy ( of controlled release formulations of imidacloprid against pests in @DRUG$ evaluation @DRUG$ max ) .	Residue and bio-efficacy evaluation of controlled release formulations of imidacloprid against pests in @DRUG$ ( @DRUG$ max ) .	The evaluation of the residue and bio-efficacy of controlled release formulations of imidacloprid against pests in @DRUG$ (the maximum amount of @DRUG$ that can be used) .	0
0	@DRUG$ is highly lipophilic, virtually insoluble in @DRUG$, and poorly absorbed.	@DRUG$ is extremely lipophilic , virtually insoluble in @DRUG$ , and poorly absorbed .	@DRUG$ is highly lipophilic and virtually insoluble in @DRUG$ , , poorly absorbed .	@DRUG$ is highly lipophilic , virtually insoluble in @DRUG$ , and poorly absorbed .	@DRUG$ is very fat-loving, almost insoluble in @DRUG$, and not well absorbed.	0
0	OBJECTIVE: The effects of @DRUG$ (E4), a natural fetal estrogen, combined with drospirenone (@DRUG$) were evaluated on plasma levels of sex hormone-binding globulin (SHBG), angiotensinogen and 12 hemostasis markers.	object : The effects of @DRUG$ ( E4 ) , a natural fetal estrogen , combined with drospirenone ( @DRUG$ ) were evaluated on plasma tier of sex endocrine - binding globulin ( SHBG ) , angiotensinogen and 12 hemostasis marking .	OBJECTIVE of The effects of @DRUG$ ( E4 ) , a natural fetal estrogen ) combined with drospirenone ( @DRUG$ , binding evaluated on plasma levels were sex hormone - : globulin ( SHBG ) , angiotensinogen and 12 hemostasis markers .	OBJECTIVE The effects of @DRUG$ ( E4 ) , a natural fetal estrogen , combined with drospirenone ( @DRUG$ ) were evaluated on plasma levels of sex hormone - binding globulin ( SHBG ) , angiotensinogen and 12 hemostasis markers .	The effects of @DRUG$ (E4), a natural fetal estrogen, combined with drospirenone (@DRUG$) were evaluated on plasma levels of sex hormone-binding globulin (SHBG), angiotensinogen and 12 hemostasis markers.	0
1	The development of resistance to @DRUG$ is a therapeutic challenge that has led to the development of second-generation ALK-inhibitors such as @DRUG$, which have activity against treatment-resistant ALK mutants.	The development of resistance to @DRUG$ is a remedy challenge that has led to the development of second- generation ALK - inhibitors such as @DRUG$ , which have natural action against treatment - resistive ALK mutants .	The development of resistance to @DRUG$ is a mutants challenge that has led to the development such second- generation activity - inhibitors of as @DRUG$ , which have ALK against treatment - resistant ALK therapeutic .	The development of resistance to @DRUG$ challenge that has led development of second- generation ALK - inhibitors such as @DRUG$ , which have activity against treatment - resistant ALK mutants .	@DRUG$ is a drug that is used to treat a certain type of cancer. However, some cancer cells may become resistant to DRUGA. To overcome this resistance, a new drug called @DRUG$ has been developed that is effective against treatment-resistant ALK mutants.	0
0	Coadministration of haloperidol, cimetidine, ranitidine, chlorpromazine, warfarin, @DRUG$ or flumazenil do not alter the pharmacokinetics of @DRUG$; flumazenil predictably antagonises the hypnotic effects of zolpidem.	Coadministration of haloperidol , cimetidine , zantac , chlorpromazine , warfarin , @DRUG$ or flumazenil do not alter the pharmacokinetics of @DRUG$ ; flumazenil predictably antagonises the mesmeric issue of zolpidem .	Coadministration of haloperidol the cimetidine , ranitidine , chlorpromazine , warfarin , @DRUG$ hypnotic flumazenil do not alter , pharmacokinetics ; @DRUG$ of flumazenil predictably antagonises the or effects of zolpidem .	Coadministration of haloperidol , cimetidine , ranitidine , chlorpromazine , warfarin , @DRUG$ or flumazenil do not alter the pharmacokinetics of @DRUG$ ; antagonises the hypnotic effects zolpidem .	Coadministration of haloperidol, cimetidine, ranitidine, chlorpromazine, warfarin, @DRUG$ or flumazenil do not alter the pharmacokinetics of @DRUG$; flumazenil predictably antagonises the hypnotic effects of	0
0	@DRUG$ @DRUG$ values for RCA I, RCA II, RCA III, RCA IV, and RCA V were approximately 180, 0.1 to 1, >100, 0.2 to 10 and 18 microM, respectively.	@DRUG$ @DRUG$ values for RCA one , RCA II , RCA trio , RCA IV , and RCA V were approximately one hundred eighty , 0.1 to 1 , >100 , 0.2 to 10 and 18 microM , respectively .	@DRUG$ @DRUG$ values for IV I , RCA II , RCA III , RCA RCA , and RCA V were approximately 180 , 0.1 to 1 , to , 0.2 >100 10 and 18 microM , respectively .	@DRUG$ @DRUG$ values for I RCA II , RCA III , RCA , and RCA V were approximately 180 , 0.1 to 1 , >100 , 0.2 to 10 18 microM , respectively .	The values for RCA I , RCA II , RCA III , RCA IV , and RCA V were approximately 180 , 0.1 to 1 , >100 , 0.2 to 10 and 18 microM , respectively .	1
0	Pharmacokinetic interactions of oral timolol maleate 10 mg, with food (3566 kJ), single oral doses of @DRUG$ 1 mg and dihydralazine 25 @DRUG$, and with a 1 week pretreatment with phenobarbitone 100 mg daily were examined in a randomized crossover study in 12 healthy volunteers.	Pharmacokinetic interactions of oral timolol maleate 10 mg , with food ( 3566 kJ ) , single oral doses of @DRUG$ ace mg and dihydralazine 25 @DRUG$ , and with a ace week pretreatment with phenobarbitone hundred mg day to day were examined in a randomised crosswalk study in 12 healthy volunteers .	Pharmacokinetic interactions of oral 12 maleate 10 mg , with food ( oral , in , single 3566 doses of @DRUG$ 1 mg and dihydralazine 25 @DRUG$ kJ and with a 1 a pretreatment with phenobarbitone 100 mg daily were examined in week randomized crossover study ) timolol healthy volunteers .	Pharmacokinetic interactions of oral timolol maleate 10 mg , with food 3566 kJ ) , single of @DRUG$ 1 mg and dihydralazine 25 @DRUG$ , and with a 1 week pretreatment with phenobarbitone 100 mg daily were examined in a randomized crossover study in 12 healthy volunteers .	The pharmacokinetics of oral timolol maleate were not affected by food, single oral doses of @DRUG$ or dihydralazine, or a 1 week pretreatment with phenobarbitone.	1
0	Ibuprofen was the product of a long research programme during the 1950s and 1960s to develop a 'super @DRUG$' for the treatment of rheumatoid arthritis which was as effective @DRUG$ current alternatives but safer.	Ibuprofen was the ware of a long research programme during the 1950s and 1960s to develop a ' super @DRUG$ ' for the treatment of rheumatoid arthritis which was as effective @DRUG$ electric current alternatives but safe .	Ibuprofen was long product of a the research programme during the 1950s and 1960s which develop of ' super @DRUG$ ' for the treatment a rheumatoid arthritis to was as effective @DRUG$ current alternatives but safer .	Ibuprofen was the product of a long research programme the 1950s and 1960s to develop a ' super @DRUG$ ' for the treatment of rheumatoid arthritis which was effective @DRUG$ current alternatives but safer .	@DRUG$ is a more effective and safer alternative to @DRUG$.	0
0	These results demonstrate that @DRUG$(3) modulates vascular tone by reducing @DRUG$ influx into the endothelial cells and hence decreasing the production of endothelium-derived contracting factors.	These results demo that @DRUG$ ( 3 ) modulates vascular tone by reducing @DRUG$ influx into the endothelial cells and thence decreasing the product of endothelium - derived contracting factors .	endothelial results demonstrate These @DRUG$ - 3 ) modulates vascular tone by reducing @DRUG$ influx into the that cells and hence decreasing the production of endothelium ( derived contracting factors .	These results demonstrate @DRUG$ ( 3 ) modulates vascular tone reducing @DRUG$ influx into the endothelial and hence decreasing the production of endothelium - derived contracting factors .	@DRUG$ reduces the influx of @DRUG$ into the endothelial cells, which in turn decreases the production of endothelium-derived contracting factors.	0
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) 5-HT synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain 5-HT by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl propionamide [WAY100135; 10 mg/kg, i.p. 30 min before flibanserin, or 40 mg/kg, s.c. 15 min before flibanserin] and tertatolol (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) 5-HT(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 @DRUG$/kg, s.c. simultaneously with @DRUG$).	The effect of flibanserin (  mg / kg , i.p. 30 taiwanese before try ) on learned helplessness was not antagonized by the ( a ) fin - HT synthetic thinking inhibitor parachlorophenylalanine ( pCPA ; cl mg / kg p.o.x3 times ) , which reduced mentality fin - HT by 89 % ; ( b) fin - HT ( 1A ) receptor antagonist ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; ten mg / kg , i.p. 30 taiwanese before flibanserin , or  mg / kg , s.c. 15 taiwanese before flibanserin ] and tertatolol ( 2.5 and fin mg / kg , i.p. 30 taiwanese before flibanserin ) ; and ( c ) fin - HT ( deuce ) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine ( doi ; three @DRUG$ / kg , s.c. at the same time with @DRUG$ ) .	The effect of flibanserin ( 32 mg / kg , testing 30 min before receptor ) on learned helplessness was not antagonized / the ( a ) 5 b) HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kg p.o.x3 times ) , which reduced brain 5 - HT by tertatolol % ; ( min 5 - HT ( 1A ( i.p. antagonists ( 30 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide with WAY100135 ; 10 mg / kg , i.p. 15 min min flibanserin , or 40 mg +/-)-N-tert-butyl-3-4-( kg , s.c. by before before flibanserin ] and 89 ( 2.5 and 5 2 / kg , i.p. 30 - before flibanserin ) ; and ( c ) 5 - HT ( mg ) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine ) DOI ; 3 @DRUG$ / kg , s.c. simultaneously [ @DRUG$ ) .	The effect of flibanserin ( 32 mg kg i.p. 30 min before testing ) on learned helplessness was not antagonized by the ( a ) 5 - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kg p.o.x3 times ) , which reduced brain 5 - HT by % ; ( b) 5 - HT 1A ) receptor antagonists +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ ; 10 mg / kg , 30 min before flibanserin or 40 mg / kg , s.c. 15 min flibanserin and tertatolol ( 2.5 and 5 mg kg i.p. 30 min before ) ; and ( c 5 - HT ( 2 ) receptor (+/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 @DRUG$ / kg , s.c. simultaneously with @DRUG$ ) .	Flibanserin did not antagonize the effect of parachlorophenylalanine on learned helplessness, which reduced brain 5-HT by 89%. However, WAY100135 (10 mg/kg, i.p. 30 min before flibanserin), tertatolol	1
0	If, however, the animal has sufficient supplies of @DRUG$ and phosphate, the @DRUG$-hydroxylase is shut down and instead the 25-OH-D3 is converted to a 24,25-(OH)2D3.	If , however , the animal has sufficient supplies of @DRUG$ and phosphate , the @DRUG$ - hydroxylase is shut down and rather the  - buckeye state - D3 is convert to a 24,25 - ( buckeye state ) 2D3 .	If the phosphate , the animal has sufficient supplies of @DRUG$ however and , the @DRUG$ - hydroxylase is shut down and instead , 25 - OH - D3 is converted to a OH - ( 24,25 ) 2D3 .	If , however , the animal has sufficient supplies of @DRUG$ and phosphate , the @DRUG$ - hydroxylase is shut down and the 25 - OH - D3 is converted to 24,25 - ( OH ) 2D3 .	If the animal has sufficient supplies of @DRUG$ and phosphate, the @DRUG$-hydroxylase is shut down and instead the 25-OH-D3 is converted to a 24,25-(OH)2D3.	0
1	By contrast, @DRUG$ performed best in terms of gamma-glutamyl-transferase values, and trimipramine, clomipramine, and @DRUG$ performed worst.	aside contrast , @DRUG$ performed best in terms of gamma-glutamyl- transferase note value , and trimipramine , clomipramine , and @DRUG$ performed worst .	By contrast , @DRUG$ performed best in terms , gamma-glutamyl- transferase values of and trimipramine , clomipramine worst and @DRUG$ performed , .	By contrast , @DRUG$ performed best in terms of gamma-glutamyl- values , and trimipramine , clomipramine , and @DRUG$ performed worst .	@DRUG$ performed best in terms of gamma-glutamyl- transferase values, and @DRUG$ performed worst.	0
0	@DRUG$ (10 and 20 @DRUG$) produced significantly fewer psychomotor side effects than clonazepam (0.5 and 1 mg).	@DRUG$ ( 10 and  @DRUG$ ) produced importantly fewer psychomotor side effects than clonazepam ( 0.5 and 1 mg ) .	@DRUG$ ) 10 and 20 @DRUG$ ) produced significantly fewer psychomotor side effects than ( ( 0.5 and 1 mg clonazepam .	@DRUG$ ( 10 and 20 @DRUG$ produced significantly fewer side than clonazepam ( 0.5 1 mg ) .	The higher the dose of @DRUG$, the fewer the psychomotor side effects. However, clonazepam produced significantly fewer psychomotor side effects than DRUGA at both doses.	1
1	S-demethylcitalopram (S-DCT), the principal metabolite, is present at approximately one-third the level of @DRUG$; however, S-DCT is a weak inhibitor of @DRUG$ reuptake and does not contribute appreciably to the therapeutic activity of escitalopram.	S- demethylcitalopram ( S- DCT ) , the principal metabolite , is present at approximately unrivaled - third gear the level of @DRUG$ ; however , S- DCT is a weak inhibitor of @DRUG$ reuptake and does not impart appreciably to the curative activity of escitalopram .	S- demethylcitalopram ( S- DCT ) of , principal metabolite , is present a approximately one - third the level of @DRUG$ ; however the S- DCT contribute at weak inhibitor , @DRUG$ reuptake and does not is appreciably to the therapeutic activity of escitalopram .	S- demethylcitalopram ( S- DCT ) , the principal metabolite , is present at approximately one third the level of @DRUG$ ; however , S- DCT is a weak inhibitor of @DRUG$ reuptake and does not contribute appreciably to the therapeutic activity of .	S- demethylcitalopram ( S- DCT ) is a weak inhibitor of @DRUG$ reuptake and does not contribute appreciably to the therapeutic activity of escitalopram .	1
0	@DRUG$ (HOCl) is a weak acid and dissociates to the @DRUG$ ion (-OCl) and proton (H+) depending on the solution pH. It is generally believed that HOCl is the active species in the germicidal action, whereas the concentration of -OCl is a key factor determining the cleaning efficiency.	@DRUG$ ( HOCl ) is a feeble acid and dissociates to the @DRUG$ ion ( - OCl ) and proton ( H + ) depending on the solution ph scale . It is generally believed that HOCl is the active mintage in the germicidal action , whereas the assiduity of - OCl is a key factor in determinative the cleaning efficiency .	@DRUG$ is HOCl ) is a weak acid and dissociates to the @DRUG$ ion ( - OCl ) and OCl ( determining + ) depending on the solution ( . It pH generally believed that HOCl concentration the active species in the germicidal action , whereas the cleaning of - proton is a key factor H the is efficiency .	@DRUG$ ( HOCl ) is a weak acid and dissociates to @DRUG$ ion ( - ) and ( H + depending on the solution pH . It is generally believed HOCl is the active species in the germicidal action whereas the concentration of - OCl is a key factor determining the cleaning efficiency .	@DRUG$ ( HOCl ) is a weak acid and dissociates to the @DRUG$ ion ( - OCl ) and proton ( H + ) depending on the solution pH . It is generally believed that HOCl is the active species in the germicidal action , whereas the concentration of	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, @DRUG$, sesame oil, @DRUG$ oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A revaluation of commercially available oral and injectable root conceptualization reveals that the solubilizing excipients let in water - soluble organic solvents ( polythene glycol  , polythene glycol four hundred , ethyl alcohol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor releasing hormone 40 , Cremophor releasing hormone 60 , d-alpha-tocopherol polythene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol element  fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG  , four hundred , or 1750 ) , water - insoluble lipids ( castor oil , indian corn oil , cottonseed oil , olea europaea oil , insignificant oil , eucalyptus amygdalina oil , @DRUG$ , benne oil , @DRUG$ oil , hydrogenated vegetable oil , hydrogenated soybean oil , and medium- chain triglycerides of coco palm oil and palm seed oil ) , organic liquidness / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated glycine max phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available water and , solution formulations reveals that the / excipients include oral - , organic solvents 44/14 polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - water , dimethylacetamide , and dimethylsulfoxide 20 80 ) surfactants ( Cremophor EL , Cremophor RH mono- , cottonseed d-alpha-tocopherol poloxamer , polysorbate polyethylene glycol 1000 succinate , polysorbate ) , , , , Solutol HS 15 , sorbitan monooleate injectable , 407 semi-solids Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire ( , Softigen 767 , and 40 and di-fatty acid esters of PEG 300 , 400 , ) 1750 non-ionic , pyrrolidone - insoluble lipids ( castor oil , corn oil , Cremophor oil , olive oil 60 peanut oil , peppermint oil soluble @DRUG$ , sesame oil , @DRUG$ oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil or RH organic liquids solubilizing , ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of available oral and injectable solution formulations reveals that the solubilizing excipients include water - organic solvents ( polyethylene glycol 300 , polyethylene 400 , ethanol , glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 Solutol HS 15 , sorbitan monooleate , poloxamer , Labrafil , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil peppermint oil , @DRUG$ , sesame oil , @DRUG$ oil , hydrogenated oils , hydrogenated oil , and medium- chain triglycerides coconut oil palm oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Then, supplementation was switched to 50 IU/kg/day of CWS/@DRUG$ @DRUG$ for 1 month.	Then , supplementation was swap to 50 IU / kg / day of CWS / @DRUG$ @DRUG$ for 1 calendar month .	Then , switched was 50 to supplementation IU / kg / day of CWS / @DRUG$ @DRUG$ for 1 month .	Then , supplementation was switched to 50 IU / kg / day of CWS / @DRUG$ @DRUG$ for 1 month .	CWS / @DRUG$ @DRUG$	0
0	Amoxicillin, with its good oral absorption and broad spectrum antimicrobial activity, was chosen as the antibiotic to be @DRUG$-administered with clavulanic acid and, in tablet formulation, was launched @DRUG$ Augmentin in the UK in 1981.	polymox , with its salutary oral absorption and broad spectrum antimicrobial activity , was chosen as the antibiotic drug to be @DRUG$ - administered with clavulanic acid and , in tablet preparation , was launched @DRUG$ Augmentin in the UK in 1981 .	Amoxicillin , with as good oral absorption and broad was antimicrobial activity was , chosen its the antibiotic to be @DRUG$ , administered with clavulanic acid and - in tablet formulation , spectrum launched @DRUG$ Augmentin in the UK in 1981 .	Amoxicillin , with its good oral absorption and broad spectrum antimicrobial , was chosen as the antibiotic to be @DRUG$ - administered with clavulanic acid and , in tablet formulation , was launched @DRUG$ Augmentin in the UK in	Amoxicillin is a drug that is often prescribed to treat a variety of bacterial infections. When taken in combination with clavulanic acid, it is known as Augmentin. This drug was first introduced in the United Kingdom in 1981.	1
0	In subjects whose dosage of levomethadyl or methadone remained fixed over at least 8 weeks, the QTc continued to increase progressively over time (@DRUG$ = .08 for the @DRUG$ group, P = .01 for the methadone group).	In guinea pig whose dose of levomethadyl or methadone remained fixed over at least 8 weeks , the QTc uphold to increase more and more over time ( @DRUG$ = .08 for the @DRUG$ group , P = .01 for the methadone group ) .	over subjects whose dosage of levomethadyl QTc increase time fixed over at least 8 weeks , the or continued to methadone progressively In remained ( @DRUG$ = .08 for the @DRUG$ group , P = .01 for the methadone group ) .	In subjects dosage of levomethadyl or methadone remained fixed over at least 8 weeks the QTc continued to increase progressively ( @DRUG$ = .08 for the @DRUG$ group , P = .01 for the methadone group ) .	In subjects whose dosage of levomethadyl or methadone remained fixed over at least 8 weeks, the QTc continued to increase progressively over time.	1
1	Biodistribution quantitative whole-body autoradiography demonstrated high @DRUG$ levels in bone marrow (i.e., primary hematopoietic site) as well @DRUG$ other known hematopoietic sites persisting through at least 3 weeks at 2.1 mg/kg.	Biodistribution quantitative whole - body autoradiography demonstrated high @DRUG$ levels in bone marrow ( i.e. , primary hematogenic site ) as well @DRUG$ other known hematogenic sites persisting through at least leash workweek at 2.1 mg / kg .	Biodistribution quantitative whole hematopoietic body demonstrated autoradiography high @DRUG$ levels in bone marrow ( i.e. , primary - site ) as weeks @DRUG$ other known hematopoietic sites persisting through at least 3 well at 2.1 mg / kg .	Biodistribution quantitative whole - body autoradiography demonstrated high @DRUG$ levels in bone marrow ( , primary hematopoietic site ) as well @DRUG$ other known hematopoietic sites persisting through at 3 at 2.1 mg / .	@DRUG$ levels were high in the bone marrow (the primary hematopoietic site) as well as other known hematopoietic sites, persisting through at least 3 weeks at 2.1 mg/kg.	1
0	RESULTS: The main pharmacokinetic parameters of quetiapine, 7-hydroxy-N-dealkyl-@DRUG$, quetiapine sulfoxide, and 7-hydroxy-quetiapine were as follows: tmax were 2.0 (0.3-5.0), 4.0 (1.5-6.0), 3.0 (0.5-5.0), and 3.0 (0.5-5.0) h respectively; t1/2 were (7+/-3), (9.4+/-2.7), (7+/-3), and (8+/-5) h, respectively; Cmax(SS) were (678+/-325), (19+/-5), (451+/-216), and (58+/-22) microg/L, respectively; Cmin(SS) were (51+/-68), (3.3+/-1.6), (35+/-36), and (5+/-4) microg/L, respectively; Cav(SS) were (295+/-144), (13+/-4), (209+/-71), and (28+/-9) micro/L, respectively; AUC(0-12)(SS) were (3,538+/-1 728), (153+/-44), (2,512+/-854), and (335+/-104) microg.h.L(-1), respectively; AUC(0-infinite)(SS) were (5,534+/-4 198), (287+/-107), (3,858+/-2 012), and (529+/-262) microg.h.L(-1), respectively; Ke were (0.11+/-0.03), (0.079+/-0.019), (0.11+/-0.03), and (0.103+/-0.028) h(-1), respectively; CL/F and V/F of quetiapine were (67+/-25) L.h(-1) and (672+/-394) @DRUG$, respectively.	RESULTS : The primary pharmacokinetic parameters of quetiapine , septet - hydroxy - N-dealkyl - @DRUG$ , quetiapine sulfoxide , and septet - hydroxy - quetiapine were as postdate : tmax were 2.0 ( 0.3-5.0 ) , 4.0 ( 1.5-6.0 ) , 3.0 ( 0.5- 5.0 ) , and 3.0 ( 0.5 - 5.0 ) heat content respectively ; t1/2 were ( 7+/-3 ) , ( 9.4+/-2.7 ) , ( 7+/-3 ) , and ( 8+/-5 ) heat content , respectively ; Cmax ( SS ) were ( 678+ /-325 ) , ( 19+/-5 ) , ( 451+/-216 ) , and ( lviii + / -  ) microg / cubic decimetre , respectively ; Cmin( SS ) were ( 51+/-68 ) , ( 3.3+/-1.6 ) , ( 35+ /-36 ) , and ( pentad +/-4 ) microg / cubic decimetre , respectively ; Cav ( SS ) were ( 295 + / -144 ) , ( 13+ / -4 ) , ( 209 + / -71 ) , and ( xxviii + / -9 ) micro /L , respectively ; AUC ( 0 - dozen ) ( SS ) were ( 3,538+/-1 728 ) , ( 153 + /-44 ) , ( 2,512+/-854 ) , and ( 335+ /-104 ) microg.h.L ( - i ) , respectively ; AUC ( 0 - infinite ) ( SS ) were ( 5,534 +/-4 198 ) , ( 287+/-107 ) , ( 3,858+/-2 012 ) , and ( 529+ /-262 ) microg.h.L ( - i ) , respectively ; Ke were ( 0.11+/-0.03 ) , ( 0.079+/-0.019 ) , ( 0.11+/-0.03 ) , and ( 0.103+/-0.028 ) h( - i ) , respectively ; CL / F and V/ F of quetiapine were ( 67+/-25 ) L.h ( - i ) and ( 672+ /-394 ) @DRUG$ , respectively .	RESULTS : The , pharmacokinetic parameters of quetiapine , ) - hydroxy - N-dealkyl - @DRUG$ , quetiapine sulfoxide , and 7 - hydroxy - quetiapine were as follows : tmax were 2.0 ( ( ) ) , ( 1.5-6.0 ) + , ( 0.5- 5.0 ( , and - ( ( - 5.0 ) h ) ) t1/2 were ( 7+/-3 ) and ( 9.4+/-2.7 ) , ( 7+/-3 ) , and were 8+/-5 ) 12 728 respectively ; Cmax ( SS ) were 7 678+ /-325 ) , ( 19+/-5 ) , ( 451+/-216 ) , and ) 58 + / - ; ( microg / L , respectively ; Cmin( SS ) , ( 51+/-68 ) , , 3.3+/-1.6 ) ( ( 35+ /-36 ) , and ( 5 +/-4 , microg / L , respectively , Cav ( SS 22 were ( 295 + / -144 ) 4.0 0.5 13+ / -4 ) , ( 209 main / -71 respectively , and ( 28 + / -9 ) micro /L , respectively ; AUC ( 0 - h ) ( SS ) were ( 3,538+/-1 , ) , ( - + /-44 ) , ( 2,512+/-854 ) 153 and , 335+ /-104 ) microg.h.L ( 3.0 1 ) , respectively ; AUC ( 0 - infinite ) ( SS ) were ( 5,534 +/-4 198 ) ( 012 287+/-107 ) , ( 3,858+/-2 ( ) , and ( 529+ /-262 ) microg.h.L ( , 1 ) , respectively ; Ke were 0.3-5.0 0.11+/-0.03 ) ; ( 0.079+/-0.019 ) , ( 0.11+/-0.03 ) 3.0 , ( 0.103+/-0.028 ) h( - 1 ) ( respectively ; CL / F and V/ F of quetiapine were ( 67+/-25 ) L.h ( - 1 ) and ( 672+ /-394 ) @DRUG$ , respectively .	RESULTS : The main pharmacokinetic parameters of quetiapine , 7 - hydroxy - N-dealkyl - @DRUG$ quetiapine sulfoxide , and 7 - hydroxy quetiapine were as follows tmax were 2.0 ( 0.3-5.0 ) , 4.0 ( 1.5-6.0 ) , 3.0 ( 0.5- 5.0 ) , and 3.0 ( 0.5 - 5.0 ) h respectively t1/2 ( 7+/-3 ) , ( 9.4+/-2.7 ) , ( 7+/-3 ) , and ( 8+/-5 ) h , respectively ; Cmax SS ) were ( 678+ /-325 ) , ( 19+/-5 ) , ( 451+/-216 ) , and ( + / - 22 ) microg / L , respectively Cmin( SS ) ( 51+/-68 ) , ( 3.3+/-1.6 ) , ( 35+ /-36 ) , and +/-4 ) microg / L , respectively ; Cav ( SS ) were ( 295 + / -144 ) , ( 13+ / ) , ( + / -71 ) , and ( 28 + / -9 ) micro /L , respectively ; AUC ( 0 - 12 ) ( SS ) were ( 3,538+/-1 728 ) , ( 153 + /-44 ) ( 2,512+/-854 ) , and ( 335+ /-104 ) microg.h.L ( - 1 ) , respectively ; AUC ( 0 - infinite ) ( SS ) were 5,534 +/-4 198 ) , 287+/-107 , ( 3,858+/-2 012 ) , and ( 529+ /-262 ) microg.h.L ( - , respectively ; Ke were ( 0.11+/-0.03 ) , ( 0.079+/-0.019 ) , ( 0.11+/-0.03 ) , and ( 0.103+/-0.028 ) h( - 1 ) , respectively CL / F and V/ F of quetiapine ( 67+/-25 ) L.h ( - 1 ) and ( 672+ /-394 ) @DRUG$ , respectively .	The main pharmacokinetic parameters of quetiapine, 7-hydroxy-N-dealkyl-@DRUG$, quetiapine sulfoxide, and 7-hydroxy-quetiapine were as follows: tmax were 2.0 (0.3	1
0	Acting on a truncated form of nuclear TRalpha1 (TRDeltaalpha1) located in cytoplasm, T(4) and 3,3',5'-@DRUG$ (reverse T(3)), but not T(3), cause conversion of soluble actin to fibrous (@DRUG$) actin that is important to cell motility, e.g., in cells such as glia and neurons.	Acting on a abbreviated form of atomic TRalpha1 ( TRDeltaalpha1 ) located in cytoplasm , tonne ( quadruplet ) and 3,3' ,5 ' - @DRUG$ ( reverse tonne ( 3 ) ) , but not tonne ( 3 ) , cause conversion of soluble actin to fibrous ( @DRUG$ ) actin that is important to cell move , e.g. , in cells such as neuroglia and neurons .	Acting on a truncated form of nuclear TRalpha1 cell T ) located in cytoplasm reverse T fibrous , ) and 3,3' ,5 ' - @DRUG$ ( , T ( 3 ) ) 4 but not TRDeltaalpha1 ( 3 ) , cause conversion of soluble actin to ( ( @DRUG$ ) actin that is important to ( motility , e.g. , in cells such as glia and neurons .	Acting on a truncated form of nuclear TRalpha1 ( TRDeltaalpha1 ) located cytoplasm , T ( 4 ) and 3,3' ,5 ' - @DRUG$ ( reverse T ( 3 ) ) , but not T ( 3 ) , cause conversion of soluble actin to fibrous ( @DRUG$ ) actin that is important to cell motility , , in cells such as glia and neurons	@DRUG$ causes the conversion of soluble actin to fibrous actin, which is important to cell motility.	1
0	Here we report the identification and characterization of a haem polymerase enzyme activity from extracts of Plasmodium falciparum trophozoites, and show that this enzyme is inhibited by quinoline-containing drugs such @DRUG$ @DRUG$ and quinine.	Here we report the identification and word picture of a haem polymerase enzyme activity from pull of Plasmodium falciparum trophozoite , and show that this enzyme is inhibited by quinoline - containing drugs such @DRUG$ @DRUG$ and quinine .	Here we report the identification and characterization this a haem polymerase enzyme activity from , of Plasmodium falciparum trophozoites inhibited and show that of enzyme is extracts by quinoline - containing drugs such @DRUG$ @DRUG$ and quinine .	Here we report the identification and characterization of a haem polymerase enzyme activity from of Plasmodium trophozoites , and show that this is inhibited by quinoline - containing drugs @DRUG$ @DRUG$ and quinine .	The enzyme activity that we found in the trophozoites is inhibited by quinoline-containing drugs such as @DRUG$, @DRUG$, and quinine.	0
0	A natural product that lowers @DRUG$ @DRUG$ an antagonist ligand for FXR.	A natural product that take down @DRUG$ @DRUG$ an antagonist ligand for FXR .	antagonist natural product that lowers @DRUG$ @DRUG$ an A ligand for FXR .	A natural product that lowers @DRUG$ @DRUG$ an antagonist ligand for FXR .	@DRUG$ is a natural product that lowers @DRUG$. DRUGB is an antagonist ligand for FXR.	0
0	Deslorelin was incubated with intact cornea either alone or in the presence of 0.1 mM ouabain, 0.1% 2,4-dinitrophenol, 0.1 mM phosphoramidon, 0.1 mM N-tosyl-L-phenylalanine chloromethylketone (TPCK), 0.1-2% @DRUG$, 0.1-1% ZnCl2, 0.1% dithiothreitol (DTT), or 0.1% @DRUG$ (NEM) at 37 degrees C.	Deslorelin was brood with inviolate cornea either unequalled or in the comportment of 0.1 mm ouabain , 0.1 % 2,4-dinitrophenol , 0.1 mm phosphoramidon , 0.1 mm N-tosyl-L-phenylalanine chloromethylketone ( TPCK ) , 0.1-2 % @DRUG$ , 0.1- 1 % ZnCl2 , 0.1 % dithiothreitol ( DTT ) , or 0.1 % @DRUG$ ( NEM ) at xxxvii degrees C.	0.1 was incubated with intact cornea either 0.1 or ZnCl2 the presence of alone mM ouabain , 0.1 % 2,4-dinitrophenol , Deslorelin , phosphoramidon mM 0.1 mM N-tosyl-L-phenylalanine chloromethylketone ( TPCK or , 0.1-2 % @DRUG$ % 0.1- 1 % in , 0.1 , dithiothreitol ( DTT ) , ) 0.1 % @DRUG$ ( NEM ) at 37 degrees C.	Deslorelin was incubated with cornea either alone or in the presence of 0.1 mM ouabain , 0.1 % 2,4-dinitrophenol 0.1 mM phosphoramidon , 0.1 mM N-tosyl-L-phenylalanine chloromethylketone ( TPCK ) , 0.1-2 @DRUG$ 0.1- % ZnCl2 , 0.1 % ( DTT ) , or 0.1 % @DRUG$ ( NEM ) at 37 degrees C.	Deslorelin was incubated with intact cornea either alone or in the presence of various concentrations of @DRUG$ or @DRUG$ at 37 degrees C.	0
0	@DRUG$, a sterile aqueous colloidal solution of beta-@DRUG$ and dextran glucoheptonic acid, was compared with iron dextran for the prevention of Fe deficiency anemia in young pigs.	@DRUG$ , a sterile aqueous colloidal solution of beta- @DRUG$ and dextran glucoheptonic vitriolic , was compared with cast iron dextran for the prevention of Fe lack anemia in young pigs .	@DRUG$ , a sterile aqueous the solution of beta- @DRUG$ and dextran glucoheptonic acid of was compared prevention iron dextran for colloidal with , Fe deficiency anemia in young pigs .	@DRUG$ , a sterile aqueous colloidal solution of beta- @DRUG$ and dextran glucoheptonic acid , was compared with iron dextran for the prevention of Fe deficiency in young pigs	@DRUG$ is a sterile aqueous colloidal solution of beta-@DRUG$ and dextran glucoheptonic acid. It was compared with iron dextran for the prevention of Fe deficiency anemia in young pigs.	0
0	OBJECTIVE: To compare the pharmacokinetics of @DRUG$ and procaine in racehorses following i.m. administration of penicillin G @DRUG$ (PGP) with pharmacokinetics following i.m. administration of penicillin G potassium and procaine hydrochloride (PH).	aim : To compare the pharmacokinetics of @DRUG$ and ethocaine in racehorses following i.m. administration of penicillin G @DRUG$ ( PGP ) with pharmacokinetics following i.m. administration of penicillin G potassium and ethocaine hydrochloride ( ph scale ) .	of penicillin To compare the pharmacokinetics OBJECTIVE @DRUG$ and procaine in racehorses following i.m. administration of : G @DRUG$ ( PGP ) with pharmacokinetics following i.m. administration of penicillin G potassium and procaine hydrochloride ( PH ) .	OBJECTIVE : To compare the pharmacokinetics of @DRUG$ procaine racehorses following i.m. administration of penicillin G @DRUG$ ( PGP ) with pharmacokinetics following i.m. administration of penicillin potassium and procaine hydrochloride ( PH )	The pharmacokinetics of @DRUG$ and procaine are compared in racehorses following i.m. administration of penicillin G @DRUG$ ( PGP ) with pharmacokinetics following i.m. administration of penicillin G potassium and procaine hydrochloride ( PH )	0
0	Drugs with the lowest affinity for the channel site and/or higher affinity for non-NMDA CNS sites, @DRUG$, @DRUG$, 1-phenyl-1,2,3,4-tetrahydroisoquinoline, alpha-benzyl- N-methylphenethylamine and orphenadrine, failed to substitute for PCP.	Drugs with the lowest chemical attraction for the channel internet site and / or higher chemical attraction for non-NMDA CNS sites , @DRUG$ , @DRUG$ , 1 - phenyl-1,2,3,4-tetrahydroisoquinoline , alpha- benzyl - N-methylphenethylamine and orphenadrine , break down to substitute for phencyclidine hydrochloride .	Drugs with the lowest affinity for the channel site and / or higher affinity , alpha- phenyl-1,2,3,4-tetrahydroisoquinoline sites , @DRUG$ for @DRUG$ , 1 - CNS failed non-NMDA benzyl - N-methylphenethylamine and orphenadrine , , to substitute for PCP .	Drugs with the affinity for the channel site and / or higher affinity for non-NMDA CNS sites @DRUG$ @DRUG$ , 1 - phenyl-1,2,3,4-tetrahydroisoquinoline , alpha- benzyl - and orphenadrine , failed to substitute for PCP .	Drugs that have a low affinity for the channel site and/or a higher affinity for non-NMDA CNS sites (such as 1-phenyl-1,2,3,4-tetrahydroisoquinoline, alpha-benzyl-N-methylphenethy	1
0	In patients with severe hypertension, telmisartan 80 to 160 mg/day was as effective @DRUG$ enalapril 20 to 40 mg/day (both agents could be titrated and combined sequentially with @DRUG$ 25 mg and amlodipine 5 mg).	In patients with severe hypertension , telmisartan 80 to 160 mg / day was as effective @DRUG$ enalapril 20 to forty mg / day ( both agent could be titrated and combined sequentially with @DRUG$ xxv mg and amlodipine v mg ) .	In patients with severe hypertension , telmisartan 25 to 160 mg / day was as could @DRUG$ enalapril 20 to 40 effective / day ( both sequentially mg be titrated and combined agents with @DRUG$ 80 mg and amlodipine 5 mg ) .	In patients with severe hypertension , telmisartan 80 to mg / was as effective @DRUG$ enalapril 20 to 40 mg / day ( both agents could be titrated and combined sequentially with @DRUG$ 25 mg and 5 mg ) .	Telmisartan is as effective as enalapril in patients with severe hypertension, and both agents can be titrated and combined sequentially with amlodipine.	1
1	Eleven adult fallow deer (Cervus dama) were anesthetized using a mixture of @DRUG$/@DRUG$/zolazepam, and 10 were anesthetized with a mixture of medetomidine/tiletamine/zolazepam.	eleven adult fallow cervid ( genus cervus dama ) were anesthetized using a mixture of @DRUG$ / @DRUG$ / zolazepam , and 10 were anesthetized with a mixture of medetomidine / tiletamine / zolazepam .	Eleven adult fallow deer zolazepam Cervus dama ) were anesthetized using a mixture tiletamine @DRUG$ / @DRUG$ with ( , and 10 were anesthetized / a mixture of medetomidine / of / zolazepam .	adult fallow deer ( Cervus dama were anesthetized a mixture of @DRUG$ / @DRUG$ / zolazepam , and were anesthetized with mixture of medetomidine / tiletamine / zolazepam .	Eleven adult fallow deer were anesthetized using a mixture of @DRUG$ / @DRUG$ / zolazepam , and 10 were anesthetized with a mixture of medetomidine / tiletamine / zolazepam .	0
0	We recommend a loading dose of 600 @DRUG$ of @DRUG$ given at least 2 h prior to planned PCI followed by 75 mg/d (Grade 1B).	We urge a loading dose of 600 @DRUG$ of @DRUG$ given at least 2 h prior to planned PCI followed by 75 magnesium / ergocalciferol ( Grade 1B ) .	We recommend ) loading dose of 600 @DRUG$ of @DRUG$ given at least 2 h prior to a ( followed by 75 mg / d PCI Grade 1B planned .	We recommend a loading dose of 600 @DRUG$ of @DRUG$ given least 2 h prior to planned PCI followed by mg / d ( Grade 1B ) .	We recommend that you give 600 milligrams of @DRUG$ to the patient at least two hours before the planned PCI procedure, followed by a dose of 75 milligrams per day.	1
0	In addition to @DRUG$ and hypertensive hypervolemic therapy, promising new treatments for vasospasm or its ischemic complications include magnesium sulfate, fasudil hydrochloride, @DRUG$ mesylate, erythropoietin, and induced hypothermia.	inch addition to @DRUG$ and hypertensive hypervolemic therapy , promising new treatments for vasospasm or its ischemic complications include atomic number  sulfate , fasudil hydrochloride , @DRUG$ mesylate , erythropoietin , and rush hypothermia .	In addition , @DRUG$ and hypertensive hypervolemic ischemic therapy promising new treatments for vasospasm or its , complications include magnesium sulfate , fasudil hydrochloride , @DRUG$ mesylate to erythropoietin , and induced hypothermia .	In addition to @DRUG$ and hypertensive hypervolemic therapy , promising new treatments for vasospasm or its ischemic complications include magnesium sulfate , hydrochloride , @DRUG$ mesylate , erythropoietin , and induced hypothermia .	There are a number of promising new treatments for vasospasm or its ischemic complications that may be used in addition to @DRUG$ and hypertensive hypervolemic therapy .	1
0	After a 48-hour resting period, epidural @DRUG$/zolazepam, 0.5 mg kg(-1) (treatment I) or 1.0 mg kg(-1) (treatment II), diluted up to 5 mL in @DRUG$, was administered with a 1-week interval between the treatments.	After a 48 -  minutes resting period , epidural anaesthesia @DRUG$ / zolazepam , 0.5 milligram kg ( - 1 ) ( treatment I ) or 1.0 milligram kg ( - 1 ) ( treatment II ) , diluted up to 5 mL in @DRUG$ , was distribute with a 1 - calendar week interval between the treatments .	up a 0.5 - hour resting period , epidural @DRUG$ / zolazepam , 48 mg kg ( ) 1 ) ( treatment I - or 1.0 mg kg ( - 1 ) , treatment II ) , diluted After to 5 mL in @DRUG$ ( was administered with a 1 - week interval between the treatments .	After a 48 - hour resting period , epidural @DRUG$ / , mg kg ( - 1 I ) or 1.0 mg kg ( - 1 ) ( treatment ) , diluted up to 5 mL in @DRUG$ , was administered with a 1 - week interval between the treatments .	After a 48 - hour resting period, epidural @DRUG$/zolazepam, 0.5 mg kg(-1) (treatment I) or 1.0 mg kg(-1) (treatment II), diluted up to 5 mL in @DRUG$, was administered with a 1	0
0	Nafarelin acetate is a gonadotropin-releasing hormone (@DRUG$) agonist proven @DRUG$ effective as danazol in treating endometriosis.	Nafarelin acetate is a gonadotropin-releasing hormone ( @DRUG$ ) agonist proven @DRUG$ effectual as danazol in treating endometriosis .	Nafarelin acetate is ( gonadotropin-releasing hormone a @DRUG$ ) agonist proven @DRUG$ effective as danazol in treating endometriosis .	Nafarelin acetate is a hormone @DRUG$ ) agonist proven @DRUG$ effective as danazol in treating endometriosis .	@DRUG$ is a hormone that causes the body to produce other hormones (gonadotropins). Gonadotropins are hormones that stimulate the ovaries to produce eggs. @DRUG$ is a drug that mimics the action of gonadotropins, causing the ovaries to produce eggs.	0
0	The number of events meeting this combined outcome showed a nonsignificant trend toward a lower value in the @DRUG$ group at 30 days (805 vs. 864, @DRUG$=0.13) and at the end of the study (1222 vs. 1308, P=0.06).	The keep down of events meeting this meld issue showed a nonsignificant trend toward a lower value in the @DRUG$ group at 30 days ( 805 vs. 864 , @DRUG$ =0.13 ) and at the closing of the study ( 1222 vs. 1308 , P=0.06 ) .	The number of events of this combined outcome showed a in trend toward a lower value nonsignificant the @DRUG$ group at vs. days ( 805 30 864 the @DRUG$ =0.13 ) and at , end meeting the study ( 1222 vs. 1308 , P=0.06 ) .	The number of events meeting this combined outcome showed a nonsignificant trend toward a lower value in the @DRUG$ group at 30 days ( 805 vs. 864 , @DRUG$ =0.13 and at the end of the study ( 1222 vs. 1308 , P=0.06 .	The number of events meeting this combined outcome showed a nonsignificant trend toward a lower value in the @DRUG$ group at 30 days ( 805 vs. 864 ) and at the end of the study ( 1222 vs. 1308 ) .	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, @DRUG$; hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, @DRUG$, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This offspring focalize on the fall out survival of the fittest of drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , faeces - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , null ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( spark off ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem na , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , @DRUG$ ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , @DRUG$ , iodin ( i131 ) tositumomab , irofulven , atomic number  - 1018 ; Lasofoxifene tartrate , l dopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - two b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort pull out , sunitinib malate ; tadalafil , tanaproget , genus taxus , tiotropium platitude , treprostinil na ; Valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses peginterferon ; following selection papillomavirus drugs : AAV phVEGF NGFbeta , escitalopram , aripiprazole , atomoxetine hydrochloride ; activated , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab / ciclesonide , hMaxi , Cypher , Dalbavancin , darbepoetin tanaproget , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , ; / ethinylestradiol , drotrecogin alfa ( beta-Methyl-6-chloromelatonin ) , duloxetine hydrochloride , dutasteride the Ecogramostim , efalizumab , ertapenem sodium , aprepitant oxalate , eszopiclone drospirenone Fenretinide ; Gefitinib , gestodene , @DRUG$ ; clofarabine -K , human of vaccine ; Imatinib mesylate Wort @DRUG$ , i131 ( iodine ) - , irofulven , ISS tositumomab 1018 ; Lasofoxifene tartrate , levodopa Taxus carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , on alfa - 2a sunitinib peginterferon alfa - 2 b , - - A165 , pimecrolimus ; pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. , , extract , , malate ; Tadalafil John's alfa , , , ; bromide , treprostinil sodium tiotropium Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV - NGFbeta , aprepitant , , atomoxetine ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , @DRUG$ ; hMaxi -K , vaccine ; Imatinib mesylate , @DRUG$ , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Pegfilgrastim , peginterferon alfa - , peginterferon alfa - 2 b , - A165 , pimecrolimus , acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's extract sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium treprostinil sodium ; Valdecoxib , hydrochloride hydrate ; ; Zileuton .	@DRUG$ is a drug that is used in combination with @DRUG$.	0
1	Preliminary evidence indicates an effect of R-@DRUG$ on the association of @DRUG$ with the high affinity primary site, and on its dissociation from the serotonin transporter, via an allosteric mechanism.	prelude evidence indicates an effect of R-@DRUG$ on the tie up of @DRUG$ with the high affinity primary site , and on its dissociation from the  hydroxytryptamine transporter , via an allosteric mechanism .	transporter evidence indicates an effect of R-@DRUG$ on Preliminary and of @DRUG$ with the high affinity primary site , association on its dissociation from the serotonin the , via an allosteric mechanism .	evidence indicates an effect of R-@DRUG$ on the association of @DRUG$ the high affinity primary site , and on its dissociation from the serotonin transporter , via an allosteric mechanism .	Preliminary evidence suggests that R-@DRUG$ may change the way @DRUG$ interacts with the serotonin transporter, possibly through an allosteric mechanism.	0
0	When used for treatment of established DVT, @DRUG$ was at least @DRUG$ effective as intravenous UFH.	When used for treatment of established DVT , @DRUG$ was at least @DRUG$ effective as endovenous UFH .	When used for treatment of established DVT , @DRUG$ was intravenous least @DRUG$ effective as at UFH .	When used for treatment of established DVT , @DRUG$ was at least @DRUG$ effective as intravenous UFH .	When used for treatment of established DVT, @DRUG$ was at least as effective as intravenous UFH.	1
0	@DRUG$ decreased GH secretion even after 8Br-@DRUG$ pretreatment.	@DRUG$ decreased GH secernment even after 8Br - @DRUG$ pretreatment .	@DRUG$ decreased GH secretion even 8Br after - @DRUG$ pretreatment .	@DRUG$ decreased GH secretion even after 8Br - @DRUG$ pretreatment .	@DRUG$ decreases GH secretion even after 8Br - @DRUG$ pretreatment .	0
1	To evaluate the acute hemodynamic and acid-base balance effects of hypertonic-hyperoncotic solution (HHS) combined with @DRUG$ in the treatment of hemorrhagic shock in 45 male splenectomized adult mongrel dogs, a severe controlled hemorrhagic shock (20 mmHg mean arterial pressure during 30 min) was established in the groups (n=6) no treatment, shed blood reinfusion, hypertonic-hyperoncotic (saline-@DRUG$) solution alone, naloxone alone (NX), or combination.	To evaluate the acute hemodynamic and acid-base balance effects of hypertonic-hyperoncotic solution ( HHS ) combined with @DRUG$ in the treatment of hemorrhagic cushion in 45 male splenectomized full grown mongrel dogs , a severe controlled hemorrhagic cushion ( 20 mmHg mean arterial pressure during 30 min dialect ) was established in the grouping ( n=6 ) no treatment , shed blood reinfusion , hypertonic- hyperoncotic ( saline solution - @DRUG$ ) solution lone , narcan lone ( NX ) , or combining .	hemorrhagic evaluate or acute hemodynamic and acid-base balance effects of hypertonic-hyperoncotic solution ( reinfusion ) combined with @DRUG$ in saline shock of hemorrhagic shock no 45 male pressure adult mongrel dogs , a severe controlled To treatment ( 20 mmHg mean arterial groups during 30 min ) was established in the splenectomized ( n=6 ) in treatment , shed blood HHS , hypertonic- hyperoncotic ( the - @DRUG$ ) solution alone , naloxone alone ( NX ) , the combination .	evaluate the acute hemodynamic and acid-base balance effects of hypertonic-hyperoncotic solution ( HHS ) combined with @DRUG$ in the treatment of hemorrhagic shock in 45 male splenectomized adult mongrel dogs , a severe controlled hemorrhagic shock 20 mean arterial during 30 min ) was established in the groups ( n=6 ) no treatment , shed blood reinfusion , hypertonic- hyperoncotic ( saline - @DRUG$ ) solution alone , naloxone ( ) , combination .	The study found that the combination of a hypertonic-hyperoncotic solution with @DRUG$ was more effective in treating hemorrhagic shock than either treatment alone.	1
0	Altering functional P-gp in the gut is likely to influence absorption of some sedating antihistamines such @DRUG$ dimenhydrinate and @DRUG$ and most less-sedating antihistamines except loratadine.	Altering usable P-gp in the gut is likely to influence absorption of some sedating antihistamine such @DRUG$ dimenhydrinate and @DRUG$ and most less-sedating antihistamine except loratadine .	Altering functional P-gp in the gut most likely to influence absorption such some sedating antihistamines of @DRUG$ dimenhydrinate and @DRUG$ and is less-sedating antihistamines except loratadine .	Altering functional P-gp gut is likely to influence absorption sedating antihistamines such @DRUG$ dimenhydrinate and @DRUG$ and most less-sedating antihistamines except loratadine	Altering functional P-gp in the gut is likely to influence absorption of some sedating antihistamines such as dimenhydrinate and most less-sedating antihistamines except loratadine.	1
0	Butenafine is a new antifungal agent with primary fungicidal activity against dermatophytes such as @DRUG$, Microsporum canis and @DRUG$ which cause tinea infections.	Butenafine is a new antifungal factor with primary fungicidal activity against dermatophytes such as @DRUG$ , Microsporum genus canis and @DRUG$ which cause tinea infections .	Butenafine is a new antifungal agent with primary fungicidal such against dermatophytes activity as @DRUG$ which Microsporum canis and @DRUG$ , cause tinea infections .	Butenafine is a new antifungal agent with primary fungicidal activity against dermatophytes such as @DRUG$ , Microsporum canis and @DRUG$ which cause tinea infections .	Butenafine is a new antifungal agent that is most effective in killing dermatophytes, such as @DRUG$ and @DRUG$, which cause tinea infections.	0
1	RESULTS: TAS-108 inhibited the transactivation of ERalpha under the presence of 17beta-@DRUG$ (E2) and did not induce the transactivation of ERalpha in the absence of E2, unlike the agonistic activity of @DRUG$.	resultant role : TAS - 108 inhibited the transactivation of ERalpha under the presence of 17beta - @DRUG$ ( E2 ) and did not induce the transactivation of ERalpha in the absence seizure of E2 , dissimilar the agonistical activity of @DRUG$ .	transactivation TAS : - 108 inhibited the RESULTS of ERalpha unlike the presence of 17beta - @DRUG$ ( E2 ) and did in induce the transactivation of ERalpha not the absence of E2 , under the agonistic activity of @DRUG$ .	RESULTS : TAS - 108 inhibited the of ERalpha under the presence of 17beta - @DRUG$ ( ) and did not induce the transactivation ERalpha in the absence of E2 , unlike the agonistic activity of @DRUG$ .	@DRUG$ inhibits the transactivation of ERalpha under the presence of 17beta-DRUGA (E2), and does not induce the transactivation of ERalpha in the absence of E2, unlike the agonistic activity of @DRUG$.	0
0	In addition to @DRUG$-serine, ATB(0,+) transports D-alanine, D-@DRUG$, D-leucine, and D-tryptophan.	atomic number  addition to @DRUG$ - serine , ATB (  , + ) transports D-alanine , D- @DRUG$ , D-leucine , and D-tryptophan .	In addition to @DRUG$ , serine , ATB ( 0 , + ) transports D-alanine , D- @DRUG$ - D-leucine , and D-tryptophan .	In addition to @DRUG$ - serine , ATB ( 0 , + transports D-alanine , D- @DRUG$ D-leucine , and D-tryptophan .	@DRUG$ transports D-alanine, D-leucine, and D-tryptophan, while @DRUG$ transports D-alanine and D-leucine.	0
0	Ten patients were withdrawn before the end of the study, 8 because of inadequate response (4 on placebo, 3 on 0.25 mg etizolam and 1 on 0.50 @DRUG$ @DRUG$) in spite of dosage increase to 1 tablet 3-times daily, and 2 because of side-effects (both on 0.50 mg etizolam).	Ten patients were withdrawn before the close of the study ,  because of inadequate response ( 4 on placebo , trey on 0.25 mg etizolam and 1 on 0.50 @DRUG$ @DRUG$ ) in spite of dosage step up to 1 tablet trey - sentence daily , and 2 because of side-effects ( both on 0.50 mg etizolam ) .	Ten patients were withdrawn because the end of the study , on because of inadequate on ( 4 8 placebo , 3 on 0.25 mg etizolam and mg on before @DRUG$ @DRUG$ ) in spite of dosage increase to 1 tablet 3 - times daily , and 2 0.50 of side-effects ( both response 0.50 1 etizolam ) .	Ten patients were before the end of the , 8 because of inadequate response ( 4 on placebo , 3 on 0.25 mg etizolam and 1 on 0.50 @DRUG$ @DRUG$ ) in spite of dosage increase to 1 tablet 3 - times , and because of side-effects ( both 0.50 mg etizolam ) .	Ten patients were withdrawn before the end of the study , 8 because of inadequate response ( 4 on placebo , 3 on 0.25 mg etizolam and 1 on 0.50 mg etizolam ) in spite of dosage increase to 1 tablet 3 - times daily , and 2 because of	1
0	Eighteen clinical Enterobacteriaceae isolates, including nine carbapenem-resistant strains, were evaluated against ceftazidime-avibactam (2,000 @DRUG$/500 mg) @DRUG$ a 2-h infusion every 8 h. To highlight the impact of avibactam, 13 select isolates were tested in the neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 h (2-h infusion).	 clinical family enterobacteriaceae isolates , including nine carbapenem -resistant sieve , were evaluated against ceftazidime -avibactam ( 2,000 @DRUG$ /500 mg ) @DRUG$ a 2 - h infusion every 8 h . To highlight the impact of avibactam , xiii choose isolates were tested in the neutropenic model against a humanise regimen of 2,000 mg ceftazidime every 8 h ( 2- h infusion ) .	Eighteen clinical Enterobacteriaceae isolates , including . carbapenem -resistant strains , isolates evaluated against ceftazidime -avibactam ( 2,000 @DRUG$ /500 mg ) @DRUG$ a 2 - h infusion every 8 tested nine To highlight the impact 2- avibactam , 13 select were were h in the neutropenic mg against a humanized regimen of of model ceftazidime every 8 h ( 2,000 h infusion ) .	Eighteen clinical Enterobacteriaceae isolates , including carbapenem -resistant , were evaluated against ceftazidime -avibactam ( 2,000 @DRUG$ /500 mg ) @DRUG$ a - infusion every 8 h . To highlight the impact of avibactam 13 isolates were tested in neutropenic model against a humanized regimen of mg ceftazidime every 8 h ( h infusion ) .	Eighteen clinical Enterobacteriaceae isolates were evaluated against ceftazidime -avibactam ( 2,000 @DRUG$ /500 mg ) @DRUG$ a 2 - h infusion every 8 h . To highlight the impact of avibactam , 13 select isolates	0
0	Mean change in bodyweight was -1.3% (SE 0.3) in the placebo group, -6.1% (0.3) in the naltrexone 32 mg plus bupropion group (p<0.0001 vs placebo) and -5.0% (0.3) in the naltrexone 16 mg plus @DRUG$ group (@DRUG$<0.0001 vs placebo).	signify shift in bodyweight was - 1.3 % ( selenium 0.3 ) in the placebo group , - 6.1 % ( 0.3 ) in the naltrexone 32 atomic number  summation bupropion group ( p< 0.0001 v placebo ) and - 5.0 % ( 0.3 ) in the naltrexone 16 atomic number  summation @DRUG$ group ( @DRUG$ < 0.0001 v placebo ) .	0.3 change in bodyweight was - 1.3 % vs SE 0.0001 ( in the placebo group ( - 6.1 % ) 0.3 ) in the ( 32 mg plus bupropion group ( p< 0.0001 , placebo ) and - 5.0 % ( Mean ) in the naltrexone 16 mg plus @DRUG$ group naltrexone @DRUG$ < 0.3 vs placebo ) .	Mean change in bodyweight was 1.3 % ( SE 0.3 in the placebo group , - 6.1 % 0.3 ) in the naltrexone 32 mg plus bupropion group ( p< 0.0001 placebo ) and - 5.0 % ( 0.3 ) in the naltrexone mg @DRUG$ group ( @DRUG$ < 0.0001 vs ) .	The mean change in bodyweight was -1.3% in the placebo group, -6.1% in the naltrexone 32 mg plus bupropion group, and -5.0% in the naltrexone 16 mg plus @DRUG$ group.	1
1	The urinary excretion of inorganic sulfate was decreased after @DRUG$ and increased after @DRUG$.	The urinary evacuation of inorganic sulfate was decreased after @DRUG$ and increased after @DRUG$ .	The urinary excretion was inorganic sulfate of decreased after @DRUG$ and increased after @DRUG$ .	The urinary excretion of inorganic sulfate was decreased after @DRUG$ and increased after @DRUG$ .	The urinary excretion of inorganic sulfate was decreased after @DRUG$ and increased after @DRUG$ ."DRUGA decreases the urinary excretion of inorganic sulfate, while DRUGB increases it.	0
0	There were no significant treatment-related carcinoma, simultaneously producing both an excessive amount of @DRUG$ and @DRUG$, is described.	There were no meaning treatment -related carcinoma , simultaneously producing both an excessive amount of @DRUG$ and @DRUG$ , is distinguish .	There were no significant treatment -related carcinoma , simultaneously amount both an of producing excessive @DRUG$ and @DRUG$ , is described .	There were no significant treatment -related carcinoma , simultaneously producing both an excessive amount of @DRUG$ and @DRUG$ , is described	If a drug produces an excessive amount of both @DRUG$ and @DRUG$, it is described as carcinogenic.	0
0	OBJECTIVE: The aim of this study was to study the pharmacokinetics of antocin, the tocolytic oxytocin antagonist [Mpa1, @DRUG$-Tyr2(Et), Thr4, Orn8]-@DRUG$.	OBJECTIVE : The object of this canvas was to canvas the pharmacokinetics of antocin , the tocolytic oxytocin adversary [ Mpa1 , @DRUG$ - Tyr2 ( Et ) , Thr4 , Orn8 ] - @DRUG$ .	OBJECTIVE : The aim of to study ( this study [ pharmacokinetics of antocin , the tocolytic oxytocin antagonist the Mpa1 , @DRUG$ - Tyr2 was Et ) , Thr4 , Orn8 ] - @DRUG$ .	: The aim of this was to study the pharmacokinetics antocin , the oxytocin antagonist [ Mpa1 , @DRUG$ - Tyr2 ( Et ) , Thr4 Orn8 - @DRUG$ .	The aim of this study was to study the pharmacokinetics of antocin , the tocolytic oxytocin antagonist [ Mpa1 , @DRUG$ - Tyr2 ( Et ) , Thr4 , Orn8 ] - @DRUG$ .	0
0	@DRUG$ is utilized together with @DRUG$ oxide in odontological clinical for the cementation of temporary prostheses and the temporary restoration of teeth and cavities.	@DRUG$ is utilized unitedly with @DRUG$ oxide in odontological clinical for the cementation of temporary prostheses and the temporary restoration of tooth and cavities .	@DRUG$ with utilized together is @DRUG$ oxide in odontological clinical for the cementation the temporary prostheses and of temporary restoration of teeth and cavities .	@DRUG$ is utilized together with @DRUG$ oxide in odontological clinical for the cementation of temporary prostheses and the temporary restoration of teeth and .	@DRUG$ is used together with @DRUG$ oxide in dental clinical procedures for the cementation of temporary prostheses and the temporary restoration of teeth and cavities.	0
0	Patients receiving bivalirudin who reached therapeutic aPTTs attained them sooner than those receiving either @DRUG$ or lepirudin (8.5 vs 14 and 24 hrs, respectively, @DRUG$=0.124).	Patients receiving bivalirudin who reached therapeutic aPTTs attained them rather than those receiving either @DRUG$ or lepirudin ( 8.5 vanadium 14 and 24 hr , respectively , @DRUG$=0.124 ) .	Patients receiving bivalirudin who attained therapeutic aPTTs reached them 14 than those receiving either @DRUG$ or lepirudin ( 8.5 vs sooner and 24 respectively , hrs , @DRUG$=0.124 ) .	Patients receiving bivalirudin who reached therapeutic aPTTs attained them sooner than those receiving either @DRUG$ lepirudin ( 8.5 vs 14 and hrs , respectively , @DRUG$=0.124 ) .	Patients receiving bivalirudin who reached therapeutic aPTTs attained them sooner than those receiving either @DRUG$ or lepirudin ( 8.5 vs 14 and 24 hrs , respectively ) ."DRUGA is faster-acting than @DRUG$.	0
0	After day 2 ultrasounds, DHEA-sulphate (DHEA-S), FSH, human chorionic gonadotrophin (HCG), and @DRUG$ were measured, and the women were given 80 @DRUG$/day of oral micronized DHEA for 2 months.	After solar day 2 ultrasounds , DHEA - sulphate ( DHEA -S ) , FSH , human chorionic gonadotrophin ( hcg ) , and @DRUG$ were measured , and the adult female were given 80 @DRUG$ / solar day of oral micronized DHEA for 2 month .	After day 2 ultrasounds , DHEA - sulphate ( DHEA -S ) , 2 , human months gonadotrophin ( HCG ) , and @DRUG$ were measured , and the oral were given 80 @DRUG$ / day of women micronized DHEA for FSH chorionic .	After day 2 ultrasounds , DHEA sulphate ( DHEA -S ) , FSH , human chorionic gonadotrophin ( HCG ) , and @DRUG$ were measured , and the women were given 80 @DRUG$ / day of oral DHEA .	After day 2 ultrasounds, the women were given 80 @DRUG$/day of oral micronized DHEA for 2 months.	1
0	The most well studied anticancer drugs are tamoxifen, @DRUG$, medroxyprogesterone acetate, leuprolide acetate, anastrozole and @DRUG$.	The most well studied antitumour dose are tamoxifen , @DRUG$ , medroxyprogesterone acetate , leuprolide acetate , anastrozole and @DRUG$ .	The , drugs studied anticancer well are tamoxifen , @DRUG$ , medroxyprogesterone acetate , leuprolide acetate most anastrozole and @DRUG$ .	The most well anticancer drugs are tamoxifen , @DRUG$ , medroxyprogesterone acetate leuprolide acetate , anastrozole and @DRUG$ .	Tamoxifen, medroxyprogesterone acetate, leuprolide acetate, anastrozole, and other anticancer drugs are well studied.	1
0	During the first postsurgical week he mistakenly used latanoprost eye drops six times daily instead of the prescribed @DRUG$/@DRUG$ eye drops.	During the first of all postsurgical week he mistakenly ill used latanoprost eye drops six times daily instead of the prescribed @DRUG$ / @DRUG$ eye drops .	the the first postsurgical week he times used latanoprost eye drops six mistakenly daily instead of During prescribed @DRUG$ / @DRUG$ eye drops .	During the first postsurgical week he mistakenly used latanoprost eye drops six times daily instead of @DRUG$ / @DRUG$ eye drops	If you are prescribed @DRUG$, you should use @DRUG$.	0
1	Skin pre-treatment with @DRUG$ could significantly decrease extravascular volume of distribution (V/F) and elimination rate constant (k) of @DRUG$.	pare pre-treatment with @DRUG$ could significantly decrease extravascular volume of distribution ( V/ F ) and liquidation rate constant ( k ) of @DRUG$ .	Skin pre-treatment with @DRUG$ could and decrease extravascular volume of distribution ( V/ F ) significantly elimination of constant ( k ) rate @DRUG$ .	Skin pre-treatment with @DRUG$ significantly decrease extravascular volume of distribution ( V/ F ) and elimination constant ( ) of @DRUG$ .	If you pre-treat the skin with @DRUG$, it will significantly decrease the extravascular volume of distribution ( V/ F ) and elimination rate constant ( k ) of @DRUG$ .	0
0	The 2016 Polyanalgesic Consensus Conference (PACC) guidelines recommended both @DRUG$ and ziconotide @DRUG$ firstline IT monotherapy for localized and diffuse chronic pain of cancer-related and non-cancer-related etiologies; however, one consensus point emphasized ziconotide use, unless contraindicated, as firstline IT therapy in patients with chronic non-cancer-related pain.	The 2016 Polyanalgesic consensus Conference ( PACC ) guidelines recommended both @DRUG$ and ziconotide @DRUG$ firstline IT monotherapy for focalize and disseminate chronic pain of cancer-related and non-cancer- related etiologies ; however , matchless consensus point accent ziconotide use , unless contraindicated , as firstline IT therapy in patients with chronic non-cancer - related pain .	The 2016 point Consensus Conference ( PACC ) guidelines in both @DRUG$ and ziconotide @DRUG$ firstline IT monotherapy for Polyanalgesic and diffuse chronic pain of cancer-related and non-cancer- related etiologies ; however , one , localized emphasized ziconotide use , unless contraindicated consensus as firstline IT therapy recommended patients with related non-cancer - chronic pain .	The 2016 Polyanalgesic Consensus Conference ( ) guidelines both @DRUG$ and ziconotide @DRUG$ firstline IT monotherapy localized and diffuse chronic pain of cancer-related and non-cancer- related ; however , one point emphasized ziconotide use , unless contraindicated , as firstline IT therapy in patients with chronic non-cancer pain .	@DRUG$ and @DRUG$ are both recommended as first-line treatments for chronic pain, but ziconotide is recommended over DRUGA in patients with chronic non-cancer-related pain.	0
0	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg (-25.6 micromol/L; P=0.001) and 400 @DRUG$ (-19.9 micromol/L; @DRUG$=0.010) compared with placebo (+15.0 micromol/L).	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin one c milligram ( - 25.6 micromol / cubic decimetre ; P=0.001 ) and  @DRUG$ ( - 19.9 micromol / cubic decimetre ; @DRUG$=0.010 ) compared with placebo ( + 15.0 micromol / cubic decimetre ) .	Significant mean in with fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg ( - 25.6 ; / L ; P=0.001 ) and 400 @DRUG$ ( - micromol micromol / L 19.9 @DRUG$=0.010 ) compared decreases placebo ( + 15.0 micromol / L ) .	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed alogliptin 100 mg ( 25.6 micromol / L ; ) and 400 @DRUG$ ( - 19.9 micromol / L ; @DRUG$=0.010 ) compared with placebo ( + 15.0 micromol / L ) .	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg ( - 25.6 micromol / L ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / L ; @DRUG$	0
1	Patients may be treated intermittently only on stressful occasions with propranolol, @DRUG$, or @DRUG$ monotherapy, or an alcoholic drink.	Patients may be hardened intermittently only on stressful occasions with propranolol , @DRUG$ , or @DRUG$ monotherapy , or an soaker drink .	Patients may be drink intermittently only on stressful or with propranolol , @DRUG$ , or @DRUG$ monotherapy , occasions an alcoholic treated .	Patients may be only occasions with propranolol , @DRUG$ , or @DRUG$ monotherapy or an alcoholic drink .	Patients may be treated with propranolol intermittently only on stressful occasions, or they may be treated with an alcoholic drink.	1
0	Among novel antifolates are @DRUG$ which primarily targets thymidylate synthase as well @DRUG$ pralatrexate which blocks dihydrofolate reductase, and displays enhanced transport and cellular retention properties.	Among new antifolates are @DRUG$ which primarily targets thymidylate synthase as well @DRUG$ pralatrexate which blocks dihydrofolate reductase , and displays enhanced transport and cellular memory properties .	Among novel antifolates are @DRUG$ which , targets as synthase thymidylate well @DRUG$ pralatrexate which blocks dihydrofolate reductase primarily and displays enhanced transport and cellular retention properties .	novel antifolates @DRUG$ which primarily targets synthase as well @DRUG$ pralatrexate which blocks dihydrofolate reductase , and displays enhanced transport and cellular retention properties .	@DRUG$ is a novel antifolate that primarily targets thymidylate synthase, while @DRUG$ is a pralatrexate that blocks dihydrofolate reductase and displays enhanced transport and cellular retention properties.	0
1	In contrast, under the same experimental conditions, yohimbine or rauwolscine administration failed to modify the pressor effects of either phenylephrine or @DRUG$ but partially reduced those of @DRUG$ and, unlike prazosin, strongly antagonized those of B-HT 920.	In contrast , under the same data based qualify , yohimbine or rauwolscine governance failed to modify the pressor effects of either phenylephrine or @DRUG$ but partly reduced those of @DRUG$ and , unlike prazosin , strongly antagonized those of B-HT 920 .	In contrast to under of same experimental conditions of yohimbine or rauwolscine administration failed either modify the pressor effects the , phenylephrine or @DRUG$ but partially reduced those , @DRUG$ and , unlike prazosin , strongly antagonized those of B-HT 920 .	In contrast , under the same experimental conditions , yohimbine or rauwolscine administration failed modify the effects of either phenylephrine or @DRUG$ but partially reduced those of @DRUG$ and , unlike prazosin , strongly antagonized those of B-HT 920 .	Phenylephrine and @DRUG$ have similar effects on blood pressure, while @DRUG$ has a stronger effect. Yohimbine and rauwolscine, which are antagonists of alpha-2 adrenergic receptors, reduce the effects of DRUGA but not phenylephrine.	0
0	Rapid preparation of molecularly imprinted polymers by microwave-assisted emulsion polymerization for the extraction of @DRUG$ in @DRUG$.	speedy preparation of molecularly imprinted polymers by microwave -assisted emulsion polymerization for the extraction of @DRUG$ in @DRUG$ .	Rapid preparation of of imprinted polymers by microwave -assisted emulsion polymerization for the extraction molecularly @DRUG$ in @DRUG$ .	Rapid preparation of molecularly polymers by microwave -assisted emulsion polymerization for the extraction of @DRUG$ in @DRUG$	Microwave-assisted emulsion polymerization can be used to quickly prepare molecularly imprinted polymers for the extraction of @DRUG$ from @DRUG$ .	0
0	The apparent total body clearance of enoxaparin doses (CL/F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml/min) is significantly smaller than those of nadroparin (CL/F = 21.4 +/- 7.0 ml/min; p < 0.01) and dalteparin (CL/@DRUG$ = 33.3 +/- 11.8 ml/min; @DRUG$ < 0.001) while dalteparin apparent clearance is about 1.5-fold greater (p < 0.001) than that of nadroparin.	The manifest total soundbox headway of enoxaparin doses ( CL / fluorine = 16.7 +/- 5.5 and 13.8 +/- 3.2 mil / min ) is importantly smaller than those of nadroparin ( CL / fluorine = 21.4 +/- 7.0 ml/ min ; p < 0.01 ) and dalteparin ( CL / @DRUG$ = 33.3 +/- 11.8 ml/ min ; @DRUG$ < 0.001 ) while dalteparin manifest headway is about 1.5 - bend capital ( p < 0.001 ) than that of nadroparin .	The apparent total ml/ clearance of enoxaparin doses ( CL / those = 16.7 +/- 5.5 and 13.8 = 3.2 ml / min ) is significantly smaller than F of nadroparin ( apparent / F +/- 21.4 +/- 7.0 ml/ min ; p < 0.01 ) and nadroparin ( CL / @DRUG$ = 33.3 ) 11.8 while min ; @DRUG$ p 0.001 +/- body dalteparin CL clearance is about 1.5 - fold greater ( < < 0.001 ) than that of dalteparin .	The apparent total body clearance enoxaparin doses CL / F = 16.7 +/- 5.5 +/- ml / min ) significantly smaller than those of nadroparin ( CL / = 21.4 +/- 7.0 ml/ min ; p < 0.01 ) and dalteparin CL / @DRUG$ = 33.3 +/- 11.8 ml/ min ; @DRUG$ < 0.001 ) while dalteparin apparent clearance is about 1.5 - fold greater ( p < 0.001 ) than that of nadroparin .	The apparent total body clearance of enoxaparin doses ( CL / F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml / min ) is significantly smaller than those of nadroparin ( CL / F = 21.4 +/- 7.0 ml/ min	1
0	SDG incorporation was decreased in the presence of thiols (GSH, cysteine or their oxidized forms, GSSG and cystine), whereas H2SeO3 uptake was increased by addition of @DRUG$ or @DRUG$.	SDG incorporation was decreased in the presence of thiols ( GSH , cysteine or their oxidate forms , GSSG and cystine ) , whereas H2SeO3 consumption was increased by accession of @DRUG$ or @DRUG$ .	SDG incorporation , cystine in the presence of thiols ( GSH , cysteine or their oxidized forms , GSSG and decreased ) was whereas H2SeO3 of was increased by addition uptake @DRUG$ or @DRUG$ .	SDG incorporation was decreased the presence of thiols ( GSH , cysteine or their oxidized forms , GSSG and cystine ) whereas H2SeO3 uptake increased by addition of @DRUG$ or @DRUG$ .	SDG incorporation was decreased in the presence of thiols ( GSH , cysteine or their oxidized forms , GSSG and cystine ) , whereas H2SeO3 uptake was increased by addition of @DRUG$ or @DRUG$ ."In other words,	0
0	BACKGROUND: Pitavastatin, a competitive inhibitor of 3-hydroxy-3-methylglutaryl @DRUG$ reductase, and @DRUG$, an angiotensin receptor blocker, are used concurrently in some patients who are both hyperlipidemic and hypertensive.	downplay : Pitavastatin , a competitive inhibitor of 3 - hydroxy - 3 - methylglutaryl @DRUG$ reductase , and @DRUG$ , an angiotensin sense organ blocking agent , are used concurrently in some patients who are both hyperlipidemic and hypertensive .	BACKGROUND : Pitavastatin , a competitive inhibitor who 3 - hydroxy - 3 - methylglutaryl @DRUG$ reductase hypertensive and @DRUG$ , an angiotensin receptor blocker , are and concurrently in some patients of are both hyperlipidemic used , .	BACKGROUND : Pitavastatin , a competitive inhibitor 3 - hydroxy - 3 methylglutaryl @DRUG$ reductase , and @DRUG$ , an angiotensin receptor blocker , are used concurrently some patients who are both hyperlipidemic and hypertensive .	Pitavastatin, a drug that reduces cholesterol levels, is used in combination with angiotensin receptor blocker (@DRUG$) in some patients who are both hyperlipidemic and hypertensive.	1
0	In contrast, the more @DRUG$-soluble beta-adrenoceptor blocking drugs, such as atenolol, @DRUG$ and nadolol, are cleared by the kidney unchanged.	In contrast , the more @DRUG$ - soluble beta-adrenoceptor jam drugs , such as atenolol , @DRUG$ and nadolol , are pull in by the kidney unchanged .	In , , nadolol more @DRUG$ - soluble beta-adrenoceptor blocking drugs , such as atenolol , @DRUG$ and the contrast are cleared by the kidney unchanged .	In contrast , the @DRUG$ - soluble beta-adrenoceptor blocking drugs , such as atenolol , @DRUG$ and nadolol , are cleared by the kidney unchanged .	The more @DRUG$-soluble beta-adrenoceptor blocking drugs are cleared by the kidney unchanged.	1
0	Solid-state NMR has also determined that @DRUG$ and @DRUG$ are comparable inhibitors of transglycosylation, but that oritavancin is a more potent inhibitor of transpeptidation.	Solid-state NMR has besides determined that @DRUG$ and @DRUG$ are like inhibitors of transglycosylation , but that oritavancin is a more potent inhibitor of transpeptidation .	Solid-state NMR has also determined and @DRUG$ that @DRUG$ are comparable transglycosylation of inhibitors , but that oritavancin is a more potent inhibitor of transpeptidation .	Solid-state NMR has also determined that @DRUG$ and @DRUG$ comparable of transglycosylation , that oritavancin is a more potent inhibitor of transpeptidation .	@DRUG$ and @DRUG$ are both inhibitors of transglycosylation, but DRUGA is a more potent inhibitor of transpeptidation.	0
0	Epidermal growth factor receptor @DRUG$ kinase @DRUG$ a target for anticancer therapy.	Epidermal outgrowth factor receptor @DRUG$ kinase @DRUG$ a target for anticancer therapy .	factor growth Epidermal receptor @DRUG$ kinase @DRUG$ a target for anticancer therapy .	Epidermal growth factor receptor @DRUG$ kinase @DRUG$ a for anticancer therapy .	Epidermal growth factor receptor @DRUG$ is a kinase (an enzyme that catalyzes the transfer of a phosphate group from one molecule to another) that is a target for anticancer therapy .	1
0	The complexity of the biosynthesis of squalene by microsomal squalene synthetase demanded the existence of some intermediate(s) between @DRUG$ and @DRUG$.	The complexity of the biosynthesis of squalene by microsomal squalene synthetase call for the existence of some arbitrate ( s ) between @DRUG$ and @DRUG$ .	The complexity of the biosynthesis ( squalene by microsomal squalene synthetase demanded the intermediate of some existence of s ) between @DRUG$ and @DRUG$ .	complexity of biosynthesis of squalene by microsomal squalene synthetase demanded the existence some intermediate ( s ) between @DRUG$ and @DRUG$ .	@DRUG$ and @DRUG$ are related in that DRUGA is an intermediate step in the biosynthesis of squalene by microsomal squalene synthetase.	0
0	Mean differences in percent change in lumbar spine BMD from baseline to 24 mo relative to placebo were 1.08 +/- 0.28%, 1.41 +/- 0.28%, 1.49 +/- 0.28%, and 1.49 +/- 0.28% for 10, 20, and 40 mg bazedoxifene and 60 mg @DRUG$, respectively (@DRUG$ < 0.001 for all comparisons).	Mean differences in percentage modification in lumbar spine BMD from baseline to 24 mo relative to placebo were 1.08 +/- 0.28 % , 1.41 +/- 0.28 % , 1.49 +/- 0.28 % , and 1.49 +/- 0.28 % for  , xx , and 40 mg bazedoxifene and sixty mg @DRUG$ , respectively ( @DRUG$ < 0.001 for all comparison ) .	Mean differences in comparisons change +/- lumbar spine BMD from baseline to 24 % relative to placebo were 10 +/- 0.28 % , 1.41 +/- 0.28 bazedoxifene , 1.49 +/- 0.28 % , and 1.49 in 0.28 percent for 1.08 , 20 , and 40 mg mo and 60 mg @DRUG$ , respectively ( @DRUG$ < 0.001 for all % ) .	Mean differences in percent change in lumbar spine BMD from baseline to 24 mo relative to placebo were 1.08 +/- % , 1.41 +/- 0.28 , 1.49 +/- 0.28 % , and 1.49 +/- 0.28 % for 10 , and 40 mg bazedoxifene and 60 mg @DRUG$ , respectively ( @DRUG$ < 0.001 for all comparisons ) .	The mean difference in percent change in lumbar spine BMD from baseline to 24 months relative to placebo was 1.08 +/- 0.28 %, 1.41 +/- 0.28 %, 1.49 +/- 0.28 %, and 1.49 +/- 0.28 % for 10	1
1	@DRUG$ inhibited CYP3A4/5 in a substrate-dependent manner (i.e., @DRUG$ 1'-hydroxylation IC(50) approximately 30 microM; testosterone 6beta-hydroxylation IC(50) approximately 100 microM); whereas, duloxetine inhibited both CYP3A4/5 activities with equal potency (IC(50) = 37 and 38 microM, respectively).	@DRUG$ inhibited CYP3A4/5 in a substrate-dependent manner ( i.e. , @DRUG$ 1 '- hydroxylation IC ( 50 ) approximately 30 microM ; testosterone 6beta-hydroxylation IC ( 50 ) approximately  microM ) ; whereas , duloxetine inhibited both CYP3A4/ v bodily function with adequate say so ( IC ( 50 ) = 37 and 38 microM , respectively ) .	@DRUG$ inhibited CYP3A4/5 in a substrate-dependent manner ( i.e. , @DRUG$ testosterone '- , IC ( 50 ) approximately inhibited equal ; 1 6beta-hydroxylation IC ( ) ) approximately 100 microM ) ; whereas hydroxylation duloxetine 30 both CYP3A4/ 5 activities with microM potency ( IC ( 50 ) = 37 and 38 microM , respectively 50 .	@DRUG$ inhibited CYP3A4/5 in substrate-dependent manner ( i.e. @DRUG$ 1 '- hydroxylation IC ( 50 ) approximately 30 microM ; testosterone 6beta-hydroxylation IC ( 50 ) 100 ) ; whereas , duloxetine inhibited both CYP3A4/ 5 activities with equal potency ( IC ( 50 ) = 37 and 38 microM respectively ) .	@DRUG$ inhibited CYP3A4/5 in a substrate-dependent manner ( i.e. , @DRUG$ 1 '- hydroxylation IC ( 50 ) approximately 30 microM ; testosterone 6beta-hydroxylation IC ( 50 ) approximately 100 microM ) ;	0
0	The aim of our study was to determine the direct antiproliferative effects of nonsteroidal anti-inflammatory drugs (NSAIDs), @DRUG$ and @DRUG$, at a variety of concentrations as both single and combined treatments on canine mammary carcinoma cell line CMT-U27 and to understand the mechanisms of cell death.	The take aim of our survey was to determine the direct antiproliferative effects of nonsteroidal anti-inflammatory drugs ( NSAIDs ) , @DRUG$ and @DRUG$ , at a assortment of concentrations as both unmarried and combined discourse on canine mammary carcinoma cell line CMT - U27 and to understand the mechanisms of cell death .	The aim of our study was to determine the direct treatments effects of nonsteroidal on death drugs , ) , @DRUG$ and @DRUG$ NSAIDs at a variety of concentrations as both single and combined antiproliferative anti-inflammatory canine mammary carcinoma cell line CMT - U27 and to understand the mechanisms of cell ( .	The aim our study was determine direct of nonsteroidal anti-inflammatory drugs ( NSAIDs ) , @DRUG$ and @DRUG$ , at a variety of concentrations as both single and combined treatments on canine mammary cell line CMT - U27 and to understand the mechanisms of cell death .	We studied how well NSAIDs, @DRUG$ and @DRUG$, killed cancer cells at different concentrations. We also looked at the mechanisms of cell death.	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol @DRUG$ 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, @DRUG$, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	type a retrospect of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic fertilizer solvents ( polythene glycol 300 , polythene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - deuce - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH twoscore , Cremophor RH  , d-alpha-tocopherol @DRUG$ 1000 succinate , polysorbate 20 , polysorbate fourscore , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty virulent ester of PEG 300 , 400 , or 1750 ) , water - indissoluble lipid ( caster oil , corn oil , cottonseed oil , olive oil , earthnut oil , peppermint gum oil , safflower oil , benny oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglyceride of cocoanut oil and decoration seed oil ) , organic fertilizer liquids / semi-solids ( beeswax , d-alpha-tocopherol , @DRUG$ , medium-chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soybean plant phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of mono- available , and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents 1750 polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene oral , glycerin , N-methyl - oil , pyrrolidone , dimethylacetamide , and dimethylsulfoxide oil , non-ionic surfactants ( Cremophor EL sorbitan Cremophor RH 40 , Cremophor RH 60 - d-alpha-tocopherol @DRUG$ 1000 succinate 407 polysorbate 20 , castor 80 , Solutol HS 15 , , monooleate , poloxamer , , Labrafil M-1944CS oil commercially M-2125CS , Labrasol , ( 44/14 - Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or ( ) , water - insoluble lipids ( polysorbate 2 , corn oil , cottonseed oil , olive oil , , oil , peppermint ) , and oil , oil oil , soybean sesame peanut hydrogenated vegetable oils , sulfobutylether soybean oil , safflower medium- phospholipids triglycerides of coconut , and palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , @DRUG$ , medium-chain , and diglycerides ) , various cyclodextrins Gellucire alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and hydrogenated Labrafil beta-cyclodextrin ) , and chain ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine glycol L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol propylene glycol , glycerin , N-methyl 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor 40 , Cremophor RH 60 , d-alpha-tocopherol @DRUG$ 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol 15 , monooleate , poloxamer 407 , Labrafil M-1944CS , M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- di-fatty acid esters PEG 300 400 , or 1750 ) water - insoluble lipids ( castor oil corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , vegetable , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax d-alpha-tocopherol @DRUG$ , medium-chain mono- and diglycerides , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
1	CONCLUSIONS: Despite major limitations of historical comparison the PSA decrease and decreased symptoms with DPPE-mitoxantrone-@DRUG$ compare favorably to those of mitoxantrone-prednisone and @DRUG$-estramustine in the literature.	finale : Despite major limitations of historical comparison the PSA fall and decreased symptoms with DPPE - mitoxantrone -@DRUG$ compare favorably to those of mitoxantrone - prednisone and @DRUG$ - estramustine in the lit .	CONCLUSIONS : Despite major limitations of historical comparison the PSA decrease mitoxantrone estramustine symptoms with DPPE - mitoxantrone favorably compare -@DRUG$ to those of and - prednisone and @DRUG$ - decreased in the literature .	CONCLUSIONS : Despite major limitations historical PSA decrease and decreased symptoms with DPPE - mitoxantrone -@DRUG$ compare favorably to mitoxantrone - prednisone and @DRUG$ - estramustine in the literature .	DPPE - mitoxantrone -@DRUG$" is better than "mitoxantrone - prednisone" and "@DRUG$ - estramustine" in terms of decreasing symptoms and PSA levels.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, @DRUG$, duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, @DRUG$ hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This return centering on the following option of do drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , zero ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , irofulven , iodin - 1018 ; Lasofoxifene tartrate , bendopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce b , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , @DRUG$ hydrochloride ; Satraplatin , St. John's wort educe , sunitinib malate ; cialis , tanaproget , genus taxus , tiotropium commonplace , treprostinil atomic number  ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue , on the following , ; drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS , 214662 , bortezomib , bosentan ; Calcipotriol doxorubicin betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide malate clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , b hydrobromide selection desloratadine , Dexamet , drospirenone focuses drospirenone / ethinylestradiol tanaproget @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem ; John's escitalopram oxalate 2 eszopiclone ; Fenretinide of carbidopa , gestodene , ghrelin ( human ) ; hMaxi -K , ) papillomavirus vaccine ; ; mesylate , indiplon , iodine ( i131 human tositumomab - irofulven , ISS - 1018 ; pimecrolimus tartrate , levodopa / Gefitinib / entacapone , liposomal / ; Nemifitide ditriflutate , St. sodium Omalizumab ; Pegfilgrastim , hydrochloride alfa - 2a , Taxus alfa - , darifenacin , phVEGF - A165 , Lasofoxifene , pramlintide acetate ; Rasburicase , @DRUG$ hydrochloride Imatinib Satraplatin , nesiritide , Wort extract , sunitinib , ; Tadalafil , , , peginterferon , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil peginterferon hydrate ; Ximelagatran ; Zileuton .	issue focuses on the following selection of drugs : AAV - NGFbeta aprepitant , aripiprazole atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate CEA-TRICOM , cetuximab , ciclesonide , , Cypher ; Dalbavancin darbepoetin alfa darifenacin hydrobromide , , Dexamet , drospirenone , drospirenone / ethinylestradiol @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim efalizumab , sodium escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , alfa 2 b phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , @DRUG$ hydrochloride ; Satraplatin , St. Wort extract , malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	There were significant differences in the MN frequencies between the negative controls and the treated groups at the dose of 8 mg l(-1) for @DRUG$ (@DRUG$ < 0.05) and 40 mg l(-1) for RH-5849 (p < 0.01).	at that place were significant differences in the MN frequencies between the blackball controls and the treated grouping at the dose of viii mg l ( - unity ) for @DRUG$ ( @DRUG$ < 0.05 ) and 40 mg l ( - unity ) for RH -5849 ( p < 0.01 ) .	There were significant the in differences treated frequencies between the negative controls and the MN groups at the dose 40 8 mg l - ( 1 ) for @DRUG$ ( @DRUG$ < 0.05 ) and of ( l ( - 1 ) for RH -5849 mg p < 0.01 ) .	There significant differences in MN between the negative controls and the treated groups at the dose of 8 mg l ( - 1 ) for @DRUG$ ( @DRUG$ < 0.05 ) and 40 mg l ( - 1 ) for RH -5849 ( p < 0.01 ) .	There were significant differences in the MN frequencies between the negative controls and the treated groups at the dose of 8 mg l ( - 1 ) for @DRUG$ ( @DRUG$ < 0.05 ) and 40 mg l ( - 1 ) for RH -5849 ( p < 0.01 )	0
0	80 micrograms medetomidine/kg--5 mg ketamine/kg provided a duration of anaesthesia longer than 1 mg @DRUG$/kg--10 @DRUG$ ketamine/kg, and not significantly different from those induced by 1 mg xylazine/kg--10 mg ketamine/kg or 7.5 mg zolazepam/kg--7.5 mg tiletamine/kg.	80 micrograms medetomidine / kg-- 5 mg ketamine / kg supply a length of anesthesia longer than 1 mg @DRUG$ / kg-- 10 @DRUG$ ketamine / kg , and not importantly different from those hasten by 1 mg xylazine / kg-- 10 mg ketamine / kg or 7.5 mg zolazepam / kg--7.5 mg tiletamine / kg.	80 micrograms medetomidine / kg-- induced mg ketamine / kg provided / kg-- of anaesthesia longer than 1 mg @DRUG$ / duration 10 @DRUG$ ketamine a kg , and not significantly different kg--7.5 those 5 by 1 mg xylazine / kg-- 10 mg ketamine / kg or 7.5 mg zolazepam / from mg tiletamine / kg.	80 micrograms medetomidine / 5 mg ketamine / kg provided a of anaesthesia longer than 1 mg @DRUG$ / kg-- 10 @DRUG$ ketamine / , and not significantly different from those induced by 1 mg xylazine kg-- 10 mg ketamine / kg or 7.5 mg zolazepam / kg--7.5 mg tiletamine / kg.	For every 80 micrograms of medetomidine administered, 5 milligrams of ketamine is required to achieve the same level of anaesthesia.	1
0	@DRUG$ prevented arterial thrombosis as effectively @DRUG$ unfractionated heparin.	@DRUG$ prevented arterial thrombosis as in effect @DRUG$ unfractionated heparin .	@DRUG$ prevented arterial thrombosis effectively as @DRUG$ unfractionated heparin .	@DRUG$ prevented arterial thrombosis as effectively @DRUG$ unfractionated heparin .	@DRUG$ was just as effective as @DRUG$ in preventing arterial thrombosis.	0
0	The few studies showed an antimicrobic effectiveness of beeswax against overall Staphylococcus aureus, Salmonella enterica, Candida albicans and Aspergillus niger; these inhibitory effects are enhanced synergistically with other natural products such as @DRUG$ or @DRUG$ oil.	The few studies establish an antimicrobic effectiveness of beeswax against overall Staphylococcus aureus , salmonella enterica , Candida albicans and Aspergillus niger ; these inhibitory consequence are enhanced synergistically with other instinctive products such as @DRUG$ or @DRUG$ oil .	The few against enhanced an antimicrobic effectiveness synergistically beeswax studies overall Staphylococcus aureus , Salmonella enterica Aspergillus Candida albicans and , niger ; these inhibitory effects are showed of with other natural products such as @DRUG$ or @DRUG$ oil .	The few studies showed an antimicrobic effectiveness of beeswax against overall Staphylococcus aureus , Salmonella enterica , Candida albicans Aspergillus niger ; these inhibitory effects are enhanced synergistically with other natural products such as @DRUG$ or @DRUG$ oil .	The few studies showed that beeswax is effective against Staphylococcus aureus, Salmonella enterica, Candida albicans, and Aspergillus niger. These inhibitory effects are enhanced synergistically with other natural products such as @DRUG$ or DRU	1
0	A randomized phase III trial of topotecan versus @DRUG$ in ovarian cancer patients pretreated with cisplatin/cyclophosphamide has demonstrated that topotecan is @DRUG$ effective as paclitaxel in the second-line treatment of these patients.	ampere randomized phase III trial of topotecan versus @DRUG$ in ovarian malignant neoplastic disease patient role pretreated with cisplatin / cyclophosphamide has demonstrated that topotecan is @DRUG$ effective as paclitaxel in the second -line treatment of these patient role .	A randomized phase III trial of topotecan that @DRUG$ in ovarian as patients pretreated / cisplatin with cyclophosphamide has demonstrated versus topotecan is @DRUG$ effective cancer paclitaxel in the second -line treatment of these patients .	A randomized phase III trial of topotecan versus @DRUG$ in ovarian cancer patients pretreated cisplatin has demonstrated that topotecan is @DRUG$ effective as paclitaxel in the second -line of these patients .	A randomized phase III trial of topotecan versus @DRUG$ in ovarian cancer patients pretreated with cisplatin / cyclophosphamide has demonstrated that topotecan is @DRUG$ effective as paclitaxel in the second -line treatment of these patients ."DRUG	0
0	To @DRUG$, only 2 broad-spectrum K(+) channel blockers, 4-aminopyridine (@DRUG$) and 3,4-diaminopyridine (3,4-DAP), have been tested in MS patients.	To @DRUG$ , only two broad-spectrum one thousand ( + ) groove blockers , 4 - aminopyridine ( @DRUG$ ) and 3,4- diaminopyridine ( 3,4 - DAP ) , have been tested in MS patients .	To @DRUG$ , only 2 and K ( + ) ) blockers , 4 - aminopyridine ( @DRUG$ channel broad-spectrum 3,4- DAP ( 3,4 - diaminopyridine ) , have been tested in MS patients .	To @DRUG$ , only 2 broad-spectrum K ( + ) channel blockers , 4 - aminopyridine ( @DRUG$ ) and 3,4- diaminopyridine 3,4 - DAP ) , have been tested in MS patients .	Only two broad-spectrum K+ channel blockers, 4-aminopyridine (@DRUG$) and 3,4-diaminopyridine (3,4-DAP), have been tested in MS patients to @DRUG$.	0
1	ATI-7505, an investigational @DRUG$(4) receptor agonist, was designed to have similar activity as @DRUG$ without the cardiac adverse effects, i.e. without QT prolongation.	ATI - 7505 , an investigational @DRUG$ ( quadruplet ) sense organ agonist , was designed to have standardized activity as @DRUG$ without the cardiac adverse effects , i.e. without QT prolongation .	ATI - prolongation , an investigational @DRUG$ ( 4 ) receptor agonist , was designed to have similar cardiac as @DRUG$ without the activity adverse effects , 7505 without QT i.e. .	ATI - 7505 , an investigational @DRUG$ ( 4 receptor agonist , was designed to have similar activity as @DRUG$ without the cardiac adverse effects , i.e. QT prolongation	@DRUG$ is similar to @DRUG$, but without the cardiac adverse effects (e.g. QT prolongation).	0
0	@DRUG$ was active at 0.1 and 1 @DRUG$/kg in both acute and delayed emesis models in ferrets, respectively, consistent with clinical data for other NK1 antagonists.	@DRUG$ was active at 0.1 and 1 @DRUG$ / kg in both acute and hold up emesis modelling in black footed ferret , respectively , consistent with clinical data for other NK1 antagonists .	@DRUG$ 1 active at and and was @DRUG$ / kg in both acute 0.1 other emesis models in ferrets , respectively , consistent with clinical data for delayed NK1 antagonists .	@DRUG$ was active at 0.1 1 @DRUG$ kg in both acute and delayed emesis models ferrets , respectively , consistent with clinical data for other NK1 antagonists .	@DRUG$ was effective at doses of 0.1 and 1 @DRUG$ / kg in both models of vomiting in ferrets, which is consistent with clinical data for other NK1 antagonists.	0
0	(E)-4-(2-(6-(2-(2-(2-(18)F-fluoroethoxy)ethoxy)ethoxy)pyridin-3-yl)vinyl)-N-methyl @DRUG$ ((18)@DRUG$-AV-45) is such as an agent currently in phase III clinical studies for PET of Abeta plaques in the brain.	( E ) -4-( 2-( 6-( 2-( 2-( deuce - ( xviii ) F -fluoroethoxy ) ethoxy ) ethoxy ) pyridin-3-yl ) vinyl ) -N-methyl @DRUG$ ( ( xviii ) @DRUG$ - AV -45 ) is such as an agent currently in stage III clinical studies for pet of Abeta brass in the brain .	( E ) -4-( in 6-( 2-( 2-( 2 such ( III ) F -fluoroethoxy ) ethoxy ) ethoxy ) pyridin-3-yl ) vinyl ) -N-methyl @DRUG$ ( ( 18 ) @DRUG$ - AV 18 ) is - as an agent currently 2-( phase -45 clinical studies for PET of Abeta plaques in the brain .	( E ) 2-( 6-( 2-( 2-( 2 - 18 ) F -fluoroethoxy ) ethoxy ) ethoxy ) pyridin-3-yl ) -N-methyl @DRUG$ ( 18 ) @DRUG$ - AV -45 ) is such an agent currently in phase III clinical studies for PET of Abeta plaques the brain .	E"-4-(2-(6-(2-(2-(2-((18)F-fluoroethoxy)ethoxy)ethoxy)pyridin-3-yl)vinyl)-N-methyl @DRUG$ is an agent that is currently being studied in phase III clinical	1
0	@DRUG$ caused significant increases of saliva SP-IS concentrations from the day 13 (25.3 +/- 1.6 pg mL(-1)) to day 14 (25.8 +/- 1.7 @DRUG$ mL(-1)) compared with day 1 (19.9 +/- 1.9 pg mL(-1)).	@DRUG$ caused meaning step up of saliva SP - live concentrations from the day thirteen ( 25.3 +/- 1.6 pg mL ( - 1 ) ) to day xiv ( 25.8 +/- 1.7 @DRUG$ mL ( - 1 ) ) compared with day 1 ( 19.9 +/- 1.9 pg mL ( - 1 ) ) .	@DRUG$ caused significant increases of saliva SP - IS concentrations from the day 13 ( 25.3 ) 1.6 pg mL ( 25.8 1 ) +/- to day 14 ( - +/- 1.7 @DRUG$ mL ( - 1 19.9 ) compared with day 1 ( ) +/- pg 1.9 mL ( - 1 ) ) .	@DRUG$ caused increases saliva SP - IS concentrations from the 13 ( 25.3 1.6 pg mL ( - 1 ) ) to day 14 25.8 +/- 1.7 @DRUG$ mL ( - 1 ) ) compared with day 1 ( 19.9 +/- 1.9 pg mL ( - 1 ) ) .	@DRUG$ caused significant increases of saliva SP - IS concentrations from the day 13 ( 25.3 +/- 1.6 pg mL ( - 1 ) ) to day 14 ( 25.8 +/- 1.7 @DRUG$ mL ( - 1 ) ) compared with day 1 ( 19.9 +/-	0
0	In patients with methicillin-resistant S. aureus (MRSA) or VREF infections participating in prospective emergency-use trials, @DRUG$/@DRUG$ 7.5 mg/kg every 8 or 12 hours achieved clinical or bacteriological success in > or =64% of patients.	In patients with methicillin-resistant S. aureus ( MRSA ) or VREF infections take part in prospective emergency - economic consumption trials , @DRUG$ / @DRUG$ 7.5 mg / kg every eighter or xii hours achieved clinical or bacteriological success in > or = 64 % of patients .	7.5 or infections methicillin-resistant S. aureus ( MRSA ) or VREF with participating in prospective emergency - use trials , @DRUG$ / @DRUG$ In mg / kg every 8 patients % hours achieved clinical or bacteriological success in > or = 64 12 of patients .	In patients with methicillin-resistant S. aureus ( MRSA ) or infections participating in prospective emergency - use trials , @DRUG$ / @DRUG$ 7.5 mg / kg every 8 or 12 hours achieved clinical or bacteriological success in > or = 64 % of patients .	In patients with methicillin-resistant S. aureus ( MRSA ) or VREF infections, @DRUG$ / @DRUG$ 7.5 mg / kg every 8 or 12 hours achieved clinical or bacteriological success in > or = 64 % of patients .	0
1	We compared the anesthetic effects of @DRUG$-tiletamine (ZT) with those of @DRUG$-ketamine (MK) and medetomidine-zolazepam-tiletamine (MZT) in 93 free-ranging polar bears.	We compared the anaesthetic effects of @DRUG$ - tiletamine ( ZT ) with those of @DRUG$ - ketamine ( MK ) and medetomidine - zolazepam-tiletamine ( MZT ) in 93 free-ranging pivotal conduct .	We compared the anesthetic effects in @DRUG$ - of zolazepam-tiletamine ZT ) with those of @DRUG$ - ketamine ( MK ) and medetomidine - ( ( MZT ) tiletamine 93 free-ranging polar bears .	compared anesthetic effects of @DRUG$ - tiletamine ( ) with those of @DRUG$ - ketamine ( MK ) and medetomidine zolazepam-tiletamine ( MZT ) in free-ranging polar bears .	We found that the anesthetic effects of @DRUG$ were similar to those of @DRUG$ in 93 free-ranging polar bears.	0
1	Single subcutaneous dose of dichlorvos (200 mg/kg body weight) resulted in marked changes in the dopaminergic neurotransmitter system in terms of increased levels of both dopamine and @DRUG$ along with significant increase in the activity of both the catecholamine synthesizing enzymes, tyrosine hydroxylase (TH) and @DRUG$-beta-hydroxylase.	individual hypodermic dose of dichlorvos ( cc mg / kg body weight ) resulted in marked changes in the dopaminergic neurotransmitter system of rules in terms of increased levels of both dopamine and @DRUG$ along with substantial increase in the activity of both the catecholamine synthesizing enzymes , tyrosine hydroxylase ( TH ) and @DRUG$ - beta-hydroxylase .	Single subcutaneous dose of dichlorvos ( 200 mg increased kg body weight ) resulted in marked changes in the - neurotransmitter system in terms of / levels of both dopamine and @DRUG$ along with both increase in the activity synthesizing significant the catecholamine of enzymes , tyrosine hydroxylase ( TH ) and @DRUG$ dopaminergic beta-hydroxylase .	Single subcutaneous of ( / kg body weight ) resulted in marked changes in the dopaminergic neurotransmitter system in terms of levels of both dopamine and @DRUG$ along with significant increase in the activity of the catecholamine synthesizing enzymes , hydroxylase TH ) and @DRUG$ - beta-hydroxylase .	The administration of dichlorvos ( a drug ) results in increased levels of dopamine and @DRUG$ , as well as an increase in the activity of the catecholamine synthesizing enzymes tyrosine hydroxylase and @DRUG$ - beta-hydroxylase .	0
0	In the current study, the effects of ASE on DA, norepinephrine (NE), 5-HT, ACh, glutamate, and gamma-aminobutyric acid (GABA) efflux in rat mPFC, @DRUG$, and @DRUG$ were investigated with microdialysis in awake, freely moving rats.	In the current analyse , the effects of ASE on DA , norepinephrine ( ne ) , cinque - HT , ACh , glutamate , and gamma-aminobutyric acid ( gamma aminobutyric acid ) efflux in rat mPFC , @DRUG$ , and @DRUG$ were investigated with microdialysis in awake , freely moving so and so .	In the current study , the effects of ASE on DA , norepinephrine ( NE ) , and - HT , glutamate , ACh , and gamma-aminobutyric acid ( GABA ) efflux in 5 mPFC , @DRUG$ , rats @DRUG$ were investigated with microdialysis in awake , freely moving rat .	In the current study , the effects of ASE on DA , norepinephrine ( NE ) , 5 - HT , ACh , glutamate , and gamma-aminobutyric acid ( GABA ) efflux in rat mPFC , @DRUG$ , @DRUG$ were investigated microdialysis in awake , freely moving rats .	The study found that ASE had an effect on the efflux of DA, NE, 5-HT, ACh, glutamate, and GABA in the rat mPFC.	1
0	Indices of tissue oxygenation and perfusion were monitored every 2 hours after basic measurements (pre-LPS), including @DRUG$ delivery (DO2), oxygen consumption (VO2), serum levels of lactate (@DRUG$), mixed venous oxygen saturation (SvO2), urine output, intramucosal pH (pHi), gastric-to-arteria partial pressure of carbon dioxide gap (Pg-a CO2).	Indices of weave oxygenation and perfusion were monitored every  hours after staple measurements ( pre - l p ) , including @DRUG$ delivery ( DO2 ) , o use of goods and services ( VO2 ) , serum levels of lactate ( @DRUG$ ) , mixed venous o saturation ( SvO2 ) , urine output , intramucosal ph scale ( pHi ) , gastric-to -arteria partial pressure of carbon dioxide gap ( Pg - a CO2 ) .	Indices of tissue oxygenation gastric-to perfusion were monitored every hours dioxide after basic measurements ) pre - LPS -arteria , including @DRUG$ delivery ( DO2 ) , oxygen consumption ( VO2 ) , serum levels of lactate ( @DRUG$ ( , mixed venous output saturation ( SvO2 ) and urine oxygen , intramucosal pH ( pHi ) , , ) partial pressure of carbon 2 gap ( Pg - a CO2 ) .	Indices of tissue oxygenation and perfusion were monitored every 2 hours after basic measurements ( pre - LPS ) including @DRUG$ delivery ( DO2 ) , consumption ( VO2 ) , serum levels of lactate ( @DRUG$ ) , mixed venous oxygen saturation ( SvO2 ) , urine , intramucosal pH ( pHi ) , gastric-to -arteria partial pressure of carbon dioxide gap ( Pg - a CO2 .	The indices of tissue oxygenation and perfusion were monitored every 2 hours after basic measurements, including @DRUG$ delivery, oxygen consumption, serum levels of lactate, mixed venous oxygen saturation, urine output, intramucosal pH, and gastric-to-arteria partial pressure of carbon	1
0	Correlation was not observed between different dhps genotypes and the in vitro outcome to SDX and @DRUG$ (@DRUG$ = 0.30 and 0.34).	correlation coefficient was not observed between dissimilar dhps genotypes and the in vitro outcome to SDX and @DRUG$ ( @DRUG$ = 0.30 and 0.34 ) .	Correlation was not observed between different dhps genotypes and the in ( outcome to SDX and @DRUG$ vitro @DRUG$ = 0.30 ) 0.34 and .	Correlation was not observed between different dhps genotypes and the in vitro outcome to SDX and @DRUG$ ( @DRUG$ = 0.30 and 0.34 ) .	There is no significant relationship between different dhps genotypes and the in vitro outcome to SDX and @DRUG$.	1
0	INTERVENTION: Fondaparinux, 7.5 mg (5.0 mg in patients weighing <50 kg and 10.0 mg in patients weighing >100 kg) subcutaneously once daily, or enoxaparin, 1 @DRUG$/kg of body weight, subcutaneously twice daily for at least 5 days and until @DRUG$ antagonists induced an international normalized ratio greater than 2.0.	INTERVENTION : Fondaparinux , 7.5 mg ( 5.0 mg in patient weighing <  kilo and 10.0 mg in patient weighing > 100 kilo ) subcutaneously once daily , or enoxaparin , one @DRUG$ / kilo of body weight , subcutaneously twice daily for at least quintet days and until @DRUG$ antagonists induced an international renormalise ratio greater than 2.0 .	INTERVENTION : Fondaparinux , 7.5 kg ( mg mg daily patients an < 50 kg and 10.0 5.0 in patients weighing > 100 kg ) subcutaneously least in , or enoxaparin of 1 @DRUG$ / mg , body weight , subcutaneously twice daily for at once 5 days and until @DRUG$ antagonists induced weighing international normalized ratio greater than 2.0 .	INTERVENTION : Fondaparinux , 7.5 mg 5.0 mg in patients weighing < kg and 10.0 mg in patients weighing > 100 kg ) subcutaneously once daily , or enoxaparin , 1 @DRUG$ / of body weight , subcutaneously twice daily at least 5 days and until @DRUG$ antagonists induced an international normalized ratio than 2.0 .	INTERVENTION : Fondaparinux , 7.5 mg ( 5.0 mg in patients weighing < 50 kg and 10.0 mg in patients weighing > 100 kg ) subcutaneously once daily , or enoxaparin , 1 @DRUG$ / kg of body weight , sub	1
0	@DRUG$ (L-OddC) is an @DRUG$-configuration deoxycytidine analog currently in phase II trials for the treatment of cancer.	@DRUG$ ( L- OddC ) is an @DRUG$ - configuration deoxycytidine analog currently in phase II trial run for the treatment of crab .	@DRUG$ cancer L- the ) is an @DRUG$ - configuration deoxycytidine analog currently in phase II trials for OddC treatment of ( .	@DRUG$ ( L- OddC ) is an @DRUG$ - configuration deoxycytidine analog currently in phase II trials the treatment of cancer .	@DRUG$ is an analog of the drug @DRUG$, which is currently being used to treat cancer.	0
0	Atypical antipsychotic drugs, which are more potent direct acting antagonists of brain @DRUG$ (5-HT)(2A) than dopamine (DA) @DRUG$(2) receptors, preferentially enhance DA and acetylcholine (ACh) efflux in the rat medial prefrontal cortex (mPFC) and hippocampus (HIP), compared with the nucleus accumbens (NAc).	Atypical antipsychotic drug drugs , which are more potent direct playacting antagonists of brain @DRUG$ ( 5 - HT ) ( 2A ) than dopamine ( da ) @DRUG$ ( 2 ) receptors , preferentially heighten da and acetylcholine ( ACh ) efflux in the rat medial prefrontal cortex ( mPFC ) and genus hippocampus ( HIP ) , compared with the cell nucleus accumbens ( NAc ) .	Atypical antipsychotic drugs - which are ( potent direct acting antagonists of and @DRUG$ ( 5 enhance HT ) ( 2A ) than dopamine ( medial ) @DRUG$ the 2 ) receptors , preferentially , DA and acetylcholine ( ACh ) efflux in the rat DA prefrontal cortex ( mPFC ) brain hippocampus more HIP ) , compared with ( nucleus accumbens ( NAc ) .	antipsychotic drugs , which are more potent direct acting antagonists brain @DRUG$ ( 5 - HT ) ( 2A ) than dopamine ( DA ) @DRUG$ 2 ) receptors , preferentially DA and acetylcholine ( ACh ) efflux in the rat medial prefrontal cortex ( mPFC ) hippocampus ( HIP ) , compared with the nucleus accumbens ( NAc ) .	Atypical antipsychotic drugs are more potent direct acting antagonists of brain @DRUG$ receptors than dopamine @DRUG$ receptors, and they preferentially enhance DA and acetylcholine efflux in the rat medial prefrontal cortex and hippocampus, compared with the nucleus accumbens.	0
0	CYP51 of @DRUG$ (cCYP51) was @DRUG$-expressed with Candida tropicalis oxidoreductase in the baculovirus system.	CYP51 of @DRUG$ ( cCYP51 ) was @DRUG$ - expressed with Candida tropicalis oxidoreductase in the baculovirus organization .	CYP51 of @DRUG$ ( cCYP51 ) oxidoreductase @DRUG$ - expressed with Candida tropicalis was in the baculovirus system .	CYP51 of @DRUG$ cCYP51 was @DRUG$ - expressed with Candida tropicalis oxidoreductase in the baculovirus system .	CYP51 of @DRUG$ ( cCYP51 ) was expressed with Candida tropicalis oxidoreductase in the baculovirus system .	1
0	CASE REPORT: A 28-year-old man with no prior history of heart disease developed severe chest pain, inverted T waves, and intraventricular conduction delay on EKG and mild elevation of cardiac enzymes 5 hours after unintentional injection of less than half of a 12cc syringe filled with Micotil 300 (@DRUG$ phosphate 300 mg/mL, @DRUG$ 25%, phosphoric acid, water for injection).	CASE REPORT : A  - year- honest to goodness man with no prior history of heart disease developed severe chest pain , reverse mt waves , and intraventricular conduction hold up on EKG and mild elevation of cardiac enzymes 5 hours after unintentional injection of less than half of a 12 mil syringe filled with Micotil 300 ( @DRUG$ phosphate 300 mg / mL , @DRUG$ 25 % , phosphorous acid , water for injection ) .	CASE , , A 28 - year- old man syringe no prior history of heart disease developed severe chest pain hours inverted T waves REPORT and EKG conduction delay on intraventricular and mild elevation of cardiac enzymes 5 , after unintentional injection of less than half of a ) cc with filled with Micotil 300 ( @DRUG$ phosphate 300 mg / mL , @DRUG$ 25 % for phosphoric acid : water , injection 12 .	CASE REPORT : A 28 - year- old man with no prior history of heart disease developed severe chest pain , inverted T waves , and intraventricular conduction delay on EKG and mild elevation of cardiac enzymes 5 hours after unintentional of less than half of a 12 cc syringe filled with Micotil 300 ( @DRUG$ phosphate 300 mg / mL , @DRUG$ 25 % , acid , water for injection ) .	A man who injected himself with Micotil 300 (@DRUG$) developed severe chest pain, inverted T waves, and intraventricular conduction delay on EKG and mild elevation of cardiac enzymes 5 hours after the injection. Micotil 300 is a drug made up of DRUGA	1
0	"OBJECTIVE: The ""atypical"" profile of the new antipsychotics clozapine, olanzapine, quetiapine, and risperidone has been linked to combined antagonism of serotonin 2 (@DRUG$(2)) and @DRUG$ 2 (D(2)) receptors."	" OBJECTIVE : The " " irregular " " visibility of the new antipsychotics clozapine , olanzapine , quetiapine , and risperidone has been linked to combined enmity of  hydroxytryptamine 2 ( @DRUG$ ( 2 ) ) and @DRUG$ 2 ( D( 2 ) ) receptors . "	" OBJECTIVE 2 The " " atypical " ) profile of the and antipsychotics clozapine , olanzapine , quetiapine , and risperidone has been linked to combined antagonism " serotonin 2 ( @DRUG$ ( 2 ) ) new @DRUG$ : ( D( 2 ) of receptors . "	" OBJECTIVE : The " atypical " " of the new antipsychotics clozapine , olanzapine , quetiapine , and risperidone has linked to combined antagonism of 2 ( @DRUG$ ( 2 ) ) @DRUG$ 2 ( D( 2 ) ) receptors . "	The atypical profile of the new antipsychotics clozapine, olanzapine, quetiapine, and risperidone has been linked to combined antagonism of serotonin 2 (@DRUG$) and @DRUG$ 2 (D(2)) receptors.	0
0	Here, we discuss the role of @DRUG$ in regulating mitochondrial bioenergetics through protein phosphorylation and the evidence for soluble adenylyl cyclase @DRUG$ the source of cAMP inside mitochondria.	hera , we discuss the role of @DRUG$ in regulation mitochondrial bioenergetics through protein phosphorylation and the evidence for soluble adenylyl cyclase @DRUG$ the source of cAMP privileged mitochondria .	cAMP , the discuss the role of @DRUG$ in regulating mitochondrial bioenergetics through protein phosphorylation and the evidence for soluble adenylyl cyclase @DRUG$ we source of Here inside mitochondria .	we discuss the role of @DRUG$ regulating mitochondrial bioenergetics through protein phosphorylation and the evidence for soluble cyclase @DRUG$ source inside mitochondria .	@DRUG$ regulates mitochondrial bioenergetics by phosphorylating proteins, and @DRUG$ is the source of cAMP inside mitochondria that helps to carry out this regulation.	0
1	@DRUG$, like other NSAIDs, appears to interact with warfarin, sulphonylureas, digoxin and @DRUG$.	@DRUG$ , like other NSAIDs , appears to interact with warfarin , sulphonylureas , lanoxin and @DRUG$ .	@DRUG$ NSAIDs like other , , appears to interact with warfarin , sulphonylureas , digoxin and @DRUG$ .	@DRUG$ , like other NSAIDs , appears to interact with warfarin sulphonylureas , digoxin and @DRUG$ .	@DRUG$ appears to interact with other drugs, including warfarin, sulphonylureas, digoxin, and @DRUG$ .	0
0	Serum concentrations of @DRUG$, @DRUG$, follicle stimulating hormone (FSH), sex-hormone binding globulin (SHBG), parathyroid hormone and prolactin were determined from samples taken at baseline, at 4 days and at 4, 12, and 16 weeks' visits.	Serum concentrations of @DRUG$ , @DRUG$ , follicle stimulating hormone ( follicle stimulating hormone ) , sex-hormone binding globulin ( SHBG ) , parathyroid hormone and prolactin were see from samples admit at baseline , at 4 days and at 4 , 12 , and 16 weeks ' inspect .	Serum concentrations of @DRUG$ , @DRUG$ at follicle stimulating hormone ( FSH ( , sex-hormone binding globulin ) SHBG ) , parathyroid hormone and prolactin were determined from samples taken at baseline , at 4 days visits 4 , , 12 , and 16 weeks ' and .	Serum concentrations of @DRUG$ , @DRUG$ , follicle ( FSH ) , sex-hormone binding globulin ( SHBG ) , parathyroid hormone and prolactin were determined from samples taken at at 4 days and at 4 12 , 16 weeks ' visits	The serum concentrations of @DRUG$ and @DRUG$ were determined from samples taken at baseline, at 4 days, and at 4, 12, and 16 weeks' visits.	0
0	Effects of @DRUG$, @DRUG$ and ICI 182 780 on survival of uterine cancer cell lines in the presence and absence of exogenous estrogens.	Effects of @DRUG$ , @DRUG$ and ICI 182 780 on selection of uterine cancer cell lines in the presence and absence of exogenous oestrogen .	lines of @DRUG$ , @DRUG$ and ICI 182 780 on survival of uterine in cell Effects cancer the presence and absence of exogenous estrogens .	Effects of @DRUG$ , @DRUG$ and ICI 182 780 survival of uterine cancer cell lines in the presence and absence of exogenous estrogens .	The effects of @DRUG$ and @DRUG$ on the survival of uterine cancer cell lines in the presence and absence of exogenous estrogens.	0
0	Bioavailability studies have provided strong evidence that L-5-methyl-THF is at least as effective as @DRUG$ in improving folate status, as measured by blood concentrations of folate and by functional indicators of folate status, such as plasma @DRUG$.	Bioavailability canvass have provided inviolable evidence that L-5 - methyl group - THF is at to the lowest degree as effective as @DRUG$ in improving folate status , as measured by blood concentrations of folate and by functional indicators of folate status , such as plasma @DRUG$ .	folate studies have provided strong evidence that L-5 - methyl - THF is at , as effective as @DRUG$ in improving folate status least as measured by blood concentrations of such and by functional indicators of folate status , Bioavailability as plasma @DRUG$ .	Bioavailability studies have strong that L-5 - methyl - THF is at as effective as @DRUG$ in improving folate status , as measured by blood concentrations of folate and by functional indicators of folate status , such as plasma @DRUG$ .	Bioavailability studies have shown that L-5 - methyl - THF is just as effective as @DRUG$ in increasing folate levels in the blood and in improving folate function, as measured by plasma levels of @DRUG$ .	0
0	Kinetic analysis of transport indicated that the apparent affinities ( @DRUG$ (m)) of MeHg-L-@DRUG$ uptake by LAT1 and LAT2 (98+/-8 and 64+/-8 microM respectively) were comparable with those for methionine (99+/-9 and 161+/-11 microM), whereas the V (max) values were higher for MeHg-L-cysteine, indicating that it may be a better substrate than the endogenous amino acid.	Kinetic analytic thinking of enrapture indicated that the ostensible affinities ( @DRUG$ ( m ) ) of MeHg-L-@DRUG$ uptake by LAT1 and LAT2 ( 98 + / -8 and 64 +/-8 microM respectively ) were corresponding with those for methionine ( 99 + / -9 and 161+/-11 microM ) , whereas the V ( max ) evaluate were eminent for MeHg -L-cysteine , indicating that it may be a better substrate than the endogenous amino lucy in the sky with diamonds .	higher ) of transport that that m apparent affinities ( @DRUG$ ( ) analysis ) -L-cysteine MeHg-L-@DRUG$ uptake for LAT1 and LAT2 ( 98 + / -8 and 64 +/-8 microM respectively the were comparable with those for methionine ( 99 + / -9 and 161+/-11 microM ) , whereas the V ( max ) values were Kinetic by MeHg of , indicating indicated it may be a better substrate than the endogenous amino acid .	of transport indicated that the apparent affinities ( ( ) of MeHg-L-@DRUG$ uptake by LAT1 and LAT2 ( 98 + / -8 and 64 microM respectively ) were comparable with those for methionine ( 99 + / and 161+/-11 microM ) , whereas the V ( max ) values higher for MeHg -L-cysteine , indicating that it be substrate than the endogenous amino acid	The apparent affinities (@DRUG$ (m)) of MeHg-L-@DRUG$ uptake by LAT1 and LAT2 (98 +/-8 and 64 +/-8 microM respectively) were comparable with those for methionine (99 +/-9 and 161 +/-11 microM),	0
1	@DRUG$ also significantly protected shrews from vomiting during the delayed phase (27 - 40h post @DRUG$), but the reduction in mean vomit frequency failed to achieve significance.	@DRUG$ besides significantly protected shrews from vomiting during the stay phase ( 27 - 40h post @DRUG$ ) , but the step down in mean vomit frequency failed to achieve significance .	@DRUG$ vomit significantly protected shrews from vomiting , the delayed phase ( 27 mean 40h post @DRUG$ ) during but the reduction in - also frequency failed to achieve significance .	@DRUG$ also significantly protected shrews from vomiting during the delayed phase ( 27 post @DRUG$ ) , but the reduction in mean vomit frequency failed to achieve significance .	@DRUG$ also significantly protected shrews from vomiting during the delayed phase ( 27 - 40h post @DRUG$ ) .	0
0	When these slices were placed in a two-compartment bath, the cortical tissue could be depolarized, relative to the corpus callosum, by superfusions of high @DRUG$+, or by amino acids such as L-glutamate, L-aspartate, @DRUG$, kainate and N-methyl D-aspartate (NMDA).	When these fade were placed in a two -compartment bathtub , the cortical weave could be depolarized , relative to the principal sum callosum , by superfusions of high up @DRUG$ + , or by amino acids such as L-glutamate , L-aspartate , @DRUG$ , kainate and N-methyl D-aspartate ( NMDA ) .	high these slices were placed in a two -compartment bath , the cortical tissue could be depolarized as relative to the corpus callosum , by superfusions of When @DRUG$ + such or , amino acids , by L-glutamate , L-aspartate , @DRUG$ , kainate and N-methyl D-aspartate ( NMDA ) .	When slices were placed in a two -compartment bath , the cortical tissue be depolarized , relative to the corpus callosum , by superfusions of high @DRUG$ + , or by amino acids such as L-glutamate , L-aspartate , @DRUG$ , kainate and N-methyl D-aspartate ( NMDA ) .	When these slices were placed in a two -compartment bath , the cortical tissue could be depolarized , relative to the corpus callosum , by superfusions of high @DRUG$ + , or by amino acids such as L-glutamate , L-aspartate , DRU	1
0	Plasma levels and urinary excretion of NAT, @DRUG$, NAC, and total @DRUG$ were determined, and the site of deacetylation was examined by measuring the splanchnic and renal balances.	Plasma levels and urinary excreting of NAT , @DRUG$ , NAC , and total @DRUG$ were make up ones mind , and the site of deacetylation was examined by assess the splanchnic and renal balances .	Plasma levels were urinary and of NAT , @DRUG$ , NAC , and total @DRUG$ and determined , excretion the site of the was examined by measuring deacetylation splanchnic and renal balances .	levels urinary excretion of NAT , @DRUG$ , NAC , and @DRUG$ were determined , and the of was examined by measuring the splanchnic renal balances .	The plasma levels and urinary excretion of NAT , @DRUG$ , NAC , and total @DRUG$ were determined , and the site of deacetylation was examined by measuring the splanchnic and renal balances .	0
1	We studied the kinetics of @DRUG$ in three healthy volunteers after single oral (400 @DRUG$) and intravenous (150 mg) doses and in six patients with supraventricular tachycardia.	We studied the kinetics of @DRUG$ in ternion healthy volunteers after single oral ( 400 @DRUG$ ) and intravenous ( 150 atomic number  ) doses and in six patient with supraventricular tachycardia .	We studied in kinetics of @DRUG$ in three healthy volunteers after single oral ( ( @DRUG$ mg and intravenous 400 150 ) ) doses and the six patients with supraventricular tachycardia .	We studied the kinetics of @DRUG$ in three healthy volunteers after single oral ( 400 @DRUG$ ) and intravenous ( 150 mg ) doses and in six patients with supraventricular tachycardia .	We studied how quickly @DRUG$ is absorbed and eliminated after single oral ( 400 @DRUG$ ) and intravenous ( 150 mg ) doses, and in six patients with supraventricular tachycardia .	0
0	Aerosolized BD 1047 (1 mg ml(-1), 30 min) prevented the antitussive action of SKF-10,047 (5 mg kg(-1)) or DEX (30 mg kg(-1)) given by i.p. administration and, likewise, i.p. administration of @DRUG$ 1047 (5 @DRUG$ kg(-1)) prevented the antitussive action of SKF-10,047 given by aerosol (1 mg ml(-1)).	aerosolized bd 1047 ( one milligram cubic centimeter ( - one ) , 30 min ) prevented the antitussive sue of SKF - 10,047 ( 5 milligram kg ( - one ) ) or DEX ( 30 milligram kg ( - one ) ) chip in by i.p. administration and , likewise , i.p. administration of @DRUG$ 1047 ( 5 @DRUG$ kg ( - one ) ) prevented the antitussive sue of SKF - 10,047 chip in by spray can ( one milligram cubic centimeter ( - one ) ) .	Aerosolized BD 1047 ( 1 mg ml , - 1 ) , SKF min ) prevented the antitussive action of SKF - 10,047 ( 5 mg kg 30 - 1 aerosol ) 5 given ( ( mg kg ( - 1 ) ) given by i.p. administration and ( likewise , i.p. administration of @DRUG$ 1047 ) or @DRUG$ kg ( - 1 ) ) - the antitussive action of 30 - 10,047 DEX by ( ( 1 mg ml ( prevented 1 ) ) .	Aerosolized BD 1047 ( mg ml - 1 ) , 30 min ) prevented the antitussive action of SKF - 10,047 ( 5 mg kg ( - 1 ) ) or DEX ( 30 mg kg ( - 1 ) ) given by i.p. administration and , likewise , administration of @DRUG$ ( @DRUG$ kg ( - 1 ) ) prevented the antitussive action of SKF - 10,047 given by aerosol ( mg ( - 1 ) )	Aerosolized BD 1047 ( 1 mg ml ( - 1 ) , 30 min ) prevented the antitussive action of SKF - 10,047 ( 5 mg kg ( - 1 ) ) or DEX ( 30 mg kg ( - 1 ) ) given by i.p. administration	1
0	In addition, unlike @DRUG$, the selective inhibition of IL-23 may preserve IL-12-dependent functions such @DRUG$ protection against infections and tumor immune surveillance.	In addition , unlike @DRUG$ , the selective inhibition of IL - 23 whitethorn preserve IL - 12 - hooked functions such @DRUG$ protection against infections and tumor resistant surveillance .	unlike addition , In @DRUG$ , the selective inhibition of IL - 23 12 preserve IL - may - dependent functions infections @DRUG$ protection against such and tumor immune surveillance .	In addition , @DRUG$ , the selective inhibition of IL - 23 may preserve IL - - dependent functions such @DRUG$ protection against infections and tumor immune surveillance .	@DRUG$ is a selective inhibitor of IL-23, while @DRUG$ protects against infections and tumor immune surveillance.	0
0	PROCEDURE: Horses were treated with PGP (22,000 units of penicillin G/kg of body weight, i.m.) and with penicillin G @DRUG$ (22,000 U/kg, i.m.) and PH (1.55 mg/kg, i.@DRUG$.).	procedure : Horses were address with PGP ( 22,000 units of penicillin G/ kg of body weight , i.m. ) and with penicillin gee @DRUG$ ( 22,000 U / kg , i.m. ) and ph scale ( 1.55 mg / kg , i.@DRUG$ . ) .	PROCEDURE Horses : were treated and PGP ( 22,000 units of penicillin G/ kg of body weight , i.m. ) U with penicillin G @DRUG$ , 22,000 with / kg ( i.m. ) and PH ( 1.55 mg / kg , i.@DRUG$ . ) .	PROCEDURE : Horses were with PGP ( 22,000 of penicillin G/ kg of body weight , i.m. ) and with penicillin G @DRUG$ 22,000 U / kg , i.m. ) and PH ( mg / kg , i.@DRUG$ . ) .	Horses were treated with PGP ( 22,000 units of penicillin G/ kg of body weight , i.m. ) and with penicillin G @DRUG$ ( 22,000 U / kg , i.m. ) and PH ( 1.55 mg / kg ,	1
0	AREAS COVERED: This review focuses on, and critically appraises, the clinical efficacy and safety of @DRUG$ as well @DRUG$ its pharmacokinetic and pharmacodynamic properties.	AREAS COVERED : This review sharpen on , and critically appraises , the clinical efficacy and safety of @DRUG$ as fountainhead @DRUG$ its pharmacokinetic and pharmacodynamic properties .	AREAS COVERED : This review focuses on , pharmacodynamic critically appraises , the well efficacy and safety of @DRUG$ as clinical @DRUG$ its pharmacokinetic and and properties .	AREAS COVERED : This review focuses on , and critically appraises , the clinical efficacy and safety of @DRUG$ as @DRUG$ its pharmacokinetic and pharmacodynamic properties .	@DRUG$ is effective and safe for the treatment of , while @DRUG$ is effective and safe for the treatment of .	0
0	@DRUG$ drugs with a similar structure to @DRUG$ (i.e. Felbamate) and those with NMDA antagonist activity have been clinically used as anticonvulsants, the aim of this study was to determine whether Guaifenesin has an anticonvulsant effect in an animal model of seizure.	@DRUG$ drugs with a similar structure to @DRUG$ ( ie Felbamate ) and those with NMDA antagonist activeness have been clinically ill used as anticonvulsants , the aim of this study was to determine whether Guaifenesin has an antiepileptic effect in an animal model of seizure .	@DRUG$ drugs with anticonvulsant the structure to @DRUG$ ( i.e. Felbamate ) NMDA those with and antagonist activity have been clinically used as anticonvulsants , similar aim of this study effect to determine whether Guaifenesin has an a was in an animal model of seizure .	@DRUG$ drugs similar structure to @DRUG$ ( i.e. Felbamate ) and those with NMDA antagonist activity have been clinically used as anticonvulsants , the aim of this study to determine whether Guaifenesin has an anticonvulsant effect in an animal model seizure .	@DRUG$ is a drug that has been clinically used as an anticonvulsant, and @DRUG$ is a drug that has NMDA antagonist activity.	0
0	In developing countries, there is the possibility of risk regarding exposure to Hg from amalgam tooth fillings, ethyl-Hg (@DRUG$) added @DRUG$ antiseptic to vaccines and methyl-Hg in fish.	In developing countries , there is the possible action of put on the line affect exposure to Hg from amalgam tooth fillings , ethyl - Hg ( @DRUG$ ) added @DRUG$ antiseptic to vaccines and methyl - Hg in fish .	is developing countries , there ( the possibility of Hg regarding exposure to risk from amalgam tooth fillings , ethyl - Hg In @DRUG$ ) added @DRUG$ antiseptic to vaccines and methyl - Hg in fish .	In developing countries , is the possibility of risk regarding exposure to Hg from amalgam tooth fillings , ethyl - Hg ( @DRUG$ ) added @DRUG$ antiseptic to vaccines and methyl Hg in fish .	In developing countries, there is a possibility of risk regarding exposure to Hg from amalgam tooth fillings, ethyl-Hg (@DRUG$) added @DRUG$ antiseptic to vaccines, and methyl-Hg in fish.	0
0	Moreover, individual components, such @DRUG$ equilin sulfate, delta-8-estrone sulfate, 17beta-dihydroequilin sulfate and @DRUG$ sulfate, have potent estrogenic effects.	Moreover , individual factor , such @DRUG$ equilin sulfate , delta-8- oestrone sulfate , 17beta-dihydroequilin sulfate and @DRUG$ sulfate , have potent estrogenic effects .	Moreover , individual components estrogenic sulfate @DRUG$ equilin sulfate , delta-8- estrone such , 17beta-dihydroequilin sulfate and @DRUG$ sulfate , have potent , effects .	Moreover , components , such @DRUG$ equilin sulfate , delta-8- estrone sulfate , sulfate and @DRUG$ sulfate , have potent estrogenic effects .	@DRUG$ is a potent estrogenic compound, while @DRUG$ is a sulfate compound with potent estrogenic effects.	0
0	The effect on @DRUG$-CMC binding by hyaluronic acid (HA) or glucose was measured after preincubation in HA, mAb to CD44, or @DRUG$, or mAb to GluT-1.	The effect on @DRUG$ - CMC binding by hyaluronic blistering ( HA ) or glucose was measured after preincubation in HA , thousand group ab to CD44 , or @DRUG$ , or mAb to GluT -1 .	on effect The @DRUG$ - CMC CD44 by hyaluronic acid ( HA ) Ab glucose was measured after preincubation in HA , m or to binding , or @DRUG$ , or mAb to GluT -1 .	The effect on @DRUG$ - CMC binding by hyaluronic acid ( HA ) or glucose was measured after preincubation in HA , m to CD44 , or @DRUG$ , or mAb to GluT .	The effect on @DRUG$ - CMC binding by hyaluronic acid ( HA ) or glucose was measured after preincubation in HA , m Ab to CD44 , or @DRUG$ , or mAb to GluT -1 ."In other words, the relationship	0
0	In patients, low SSADH expression was correlated with high @DRUG$/@DRUG$ ratios, and distinguished weakly proliferative/differentiated glioblastoma territories from proliferative/non-differentiated territories.	In patients , low SSADH expression was correlate with highschool @DRUG$ / @DRUG$ ratios , and distinguished weakly proliferative / differentiated glioblastoma territories from proliferative / non-differentiated territories .	In / , low SSADH expression was correlated / high @DRUG$ with @DRUG$ ratios , and distinguished weakly proliferative patients differentiated glioblastoma territories from proliferative / non-differentiated territories .	In patients , low SSADH expression was correlated with high @DRUG$ / @DRUG$ ratios , and distinguished proliferative / differentiated glioblastoma territories from proliferative / non-differentiated territories .	Low SSADH expression was correlated with high @DRUG$ / @DRUG$ ratios.	0
0	After single oral doses of @DRUG$ solution (1,2, and 4 @DRUG$), the area under the concentration-time curve (AUC) and maximum concentration (Cmax) were dose proportional.	After single oral state of @DRUG$ solution ( 1,2 , and 4 @DRUG$ ) , the area under the concentration - time veer ( AUC ) and utmost concentration ( Cmax ) were dose proportional .	After ) oral doses of @DRUG$ solution ( 1,2 , and 4 @DRUG$ ) , the area under ) concentration the time curve ( AUC - and maximum concentration ( Cmax single were dose proportional .	After single doses of @DRUG$ solution ( 1,2 , and 4 @DRUG$ ) , the under concentration - time curve ( AUC and maximum concentration Cmax were dose proportional	The more @DRUG$ you take, the more @DRUG$ you will have in your system.	0
0	At the end of the procedure the deer received zuclopenthixol acetate 1 mg/kg i.m. and (to antagonize the xylazine) tolazoline 2 mg/kg i.m. Group 2 (>1 yr old; n = 7) deer were administered @DRUG$ 1 mg/kg i.@DRUG$..	At the end of the procedure the cervid incur zuclopenthixol acetate 1 atomic number  / kg i.m. and ( to antagonise the xylazine ) tolazoline 2 atomic number  / kg i.m. Group 2 ( >1 yr onetime ; n = 7 ) cervid were administered @DRUG$ 1 atomic number  / kg i.@DRUG$ ..	At the end of the procedure deer the received zuclopenthixol ( ( mg / ) i.m. and acetate to antagonize the xylazine ) 1 2 mg / kg i.m. Group 2 tolazoline >1 yr old ; n = 7 kg deer were administered @DRUG$ 1 mg / kg i.@DRUG$ ..	At the end of the deer received zuclopenthixol acetate 1 mg ( to antagonize xylazine ) tolazoline 2 mg / kg i.m. Group 2 ( >1 yr old ; 7 ) deer were administered @DRUG$ 1 mg / kg i.@DRUG$ ..	Group 2 deer were administered @DRUG$ 1 mg / kg i.@DRUG$ ..	0
0	The mean increase in concentration of alpha-tocopherols (mg/g lipid) in 24 h was 71.2% after RRR-@DRUG$, 63.3% after RRR-@DRUG$, and 41.2% after RRR-alpha-tocopherol succinate.	The mean growth in concentration of alpha-tocopherols ( mg / universal gravitational constant lipoid ) in twenty four h was 71.2 % after RRR - @DRUG$ , 63.3 % after RRR - @DRUG$ , and 41.2 % after RRR - alpha-tocopherol succinate .	The mean increase in - of alpha-tocopherols mg ( / g lipid ) - 24 h was RRR % after RRR in @DRUG$ , 63.3 % after RRR concentration @DRUG$ , and 41.2 % after 71.2 - alpha-tocopherol succinate .	The mean increase in concentration of alpha-tocopherols ( mg / g lipid ) in 24 h was 71.2 % after RRR - @DRUG$ , 63.3 % after RRR - @DRUG$ , and 41.2 % after RRR - alpha-tocopherol succinate .	The mean increase in concentration of alpha-tocopherols ( mg / g lipid ) in 24 h was 71.2 % after RRR - @DRUG$ , 63.3 % after RRR - @DRUG$ , and 41.2 % after RRR - alpha-tocopherol	0
0	Three laboratory strains and three fresh mutans streptococcal isolates were repeatedly transferred in trypticase-yeast extract medium supplemented with glucose, fructose, @DRUG$, or @DRUG$ in the presence and absence of xylitol.	Three laboratory filter and three fresh mutans strep isolates were repeatedly transferred in trypticase - yeast extract medium supplemented with glucose , levulose , @DRUG$ , or @DRUG$ in the presence and absence of xylitol .	Three laboratory strains and three were mutans streptococcal isolates fresh repeatedly transferred in trypticase - yeast or medium supplemented with glucose , fructose , @DRUG$ presence extract @DRUG$ in the , and absence of xylitol .	Three strains and three fresh mutans streptococcal isolates were repeatedly transferred in trypticase - medium supplemented with glucose , fructose , @DRUG$ , or @DRUG$ in the presence absence of xylitol .	The strains were transferred to different media with different sugars in the presence or absence of xylitol .	1
1	Published data to date, suggest that alclofenac 3g daily is comparable in efficacy with aspirin 4.8g daily, @DRUG$ 300 to 600mg daily and @DRUG$ 150mg daily.	Published data to date , suggest that alclofenac 3g day by day is corresponding in efficacy with aspirin 4.8 g day by day , @DRUG$ ccc to 600 mg day by day and @DRUG$ 150 mg day by day .	Published aspirin , date , suggest that to 3g daily is comparable in efficacy with data 4.8 g daily alclofenac @DRUG$ 300 to 600 mg daily and @DRUG$ 150 mg daily .	Published data to date , suggest that alclofenac 3g daily is comparable in efficacy with aspirin 4.8 g daily , @DRUG$ 300 to 600 mg daily and @DRUG$ 150 mg daily .	Alclofenac is as effective as aspirin, @DRUG$ is as effective as @DRUG$.	0
0	Two agents in preclinical development (PABA/NO, releasing @DRUG$ on GST activation, and NOV-002, a pharmacologically stabilized pharmaceutical form of @DRUG$) can lead to glutathionylation of a number of cellular proteins.	 agents in preclinical development ( PABA / no , releasing @DRUG$ on GST energizing , and NOV - 002 , a pharmacologically stabilised pharmaceutical form of @DRUG$ ) can lead to glutathionylation of a number of cellular proteins .	and agents a preclinical development ( PABA , NO , releasing @DRUG$ on GST activation , Two NOV - 002 / in pharmacologically stabilized pharmaceutical form of @DRUG$ ) can lead to glutathionylation of a proteins of cellular number .	Two agents in preclinical development ( PABA / NO , releasing @DRUG$ on GST activation , and NOV - 002 , a pharmacologically stabilized pharmaceutical form of @DRUG$ ) can lead to glutathionylation of a number of proteins .	@DRUG$ and @DRUG$ are two agents in preclinical development that can lead to glutathionylation of a number of cellular proteins.	0
0	Twenty-seven healthy young males without a history of psychiatric disorder were randomly assigned to four groups, each group receiving one of the following daily drug regimens: placebo, clomipramine (a potent 5-HT/@DRUG$ reuptake blocker) 100 @DRUG$/day, duloxetine 20 mg/day, or duloxetine 60 mg/day.	Twenty - seven levelheaded untried male without a history of psychiatric disorder were haphazardly attribute to four groups , each group receiving one of the following daily dose regimens : placebo , clomipramine ( a potent 5 - HT / @DRUG$ reuptake blocker ) 100 @DRUG$ / day , duloxetine 20 mg / day , or duloxetine 60 mg / day .	Twenty - seven healthy young males , a following of HT disorder were randomly assigned to four groups , each group receiving one of the day daily / regimens : placebo without clomipramine ( a potent 5 - history / @DRUG$ reuptake blocker ) 100 @DRUG$ / day , duloxetine 20 mg / psychiatric , or duloxetine 60 mg drug day .	Twenty - seven healthy young males without a history of psychiatric disorder were randomly assigned to four groups , each group receiving one of the following daily drug regimens : placebo clomipramine a 5 - HT / @DRUG$ reuptake blocker ) 100 @DRUG$ / day , duloxetine day , or duloxetine 60 mg / day .	Twenty - seven healthy young males without a history of psychiatric disorder were randomly assigned to four groups , each group receiving one of the following daily drug regimens : placebo , clomipramine ( a potent 5 - HT / @DRUG$ reuptake blocker ) 100 @DRUG$ / day ,	0
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, @DRUG$, fenbendazole, oxfendazole and @DRUG$), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, chlortetracycline, oxytetracycline and tetracycline), three antiprotozoal agents (diclazuril, imidocarb and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	angstrom compendious surveil of the Committee 's evaluations of toxicological and residue datum on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , @DRUG$ , fenbendazole , oxfendazole and @DRUG$ ) , seven antimicrobic agents ( gentamicin , procaine penicillin g , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal drug agents ( diclazuril , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production care ( recombinant bovine somatotropins ) and one tranquilizing agent ( azaperone ) .	A summary follows of ( Committee 's evaluations the toxicological and residue data on a variety of veterinary drugs : agents , five of eprinomectin , @DRUG$ , fenbendazole sarafloxacin oxfendazole and @DRUG$ ) , seven antimicrobial agents ( gentamicin anthelminthic procaine benzylpenicillin , , , spectinomycin , ) , oxytetracycline and tetracycline one , three antiprotozoal agents ( diclazuril , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovine somatotropins ) and chlortetracycline tranquilizing agent ( azaperone ) .	A summary of the Committee 's evaluations of and data on a variety of drugs : five anthelminthic ( eprinomectin , @DRUG$ , fenbendazole oxfendazole and @DRUG$ ) , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal ( diclazuril imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production ( recombinant bovine somatotropins ) and one tranquilizing ( azaperone ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents (eprinomectin, @DRUG$, fenbendazole, oxfendazole, and @DRUG$), seven antimicrobial agents (gentamic	0
0	Based on the findings from clinical trials and field data from free-ranging elk immobilizations, we recommend low-dose BAM (2 mL dose; equivalent to 46 mg butorphanol, 30 mg azaperone, and 18 mg medetomidine) and supplemental @DRUG$ for adult elk; immobilization should be antagonized using 3-5 mg atipamezole/mg medetomidine and 2 mg/kg @DRUG$, with tolazoline injected about 5-10 min before atipamezole to smooth out recovery.	Based on the findings from clinical trials and field information from free-ranging elk immobilisation , we recommend low-dose BAM ( 2 mL dose ; equivalent to 46 mg butorphanol ,  mg azaperone , and 18 mg medetomidine ) and supplemental @DRUG$ for pornographic elk ; immobilizing should be antagonized using 3 - 5 mg atipamezole / mg medetomidine and 2 mg / kilogram @DRUG$ , with tolazoline injected about 5 - ten fukien before atipamezole to smooth out recovery .	Based on for findings from clinical atipamezole and field data from free-ranging elk immobilizations , we recommend and BAM ( 2 mL mg ; mg to 46 dose butorphanol , 30 mg azaperone , and 18 mg medetomidine ) and supplemental @DRUG$ the injected elk ; immobilization should be antagonized using 3 - 5 mg trials tolazoline equivalent medetomidine low-dose 2 mg / kg @DRUG$ , with - adult about 5 / 10 min before atipamezole to smooth out recovery .	Based on findings from clinical trials field data from free-ranging elk , we recommend low-dose BAM ( 2 mL dose ; equivalent to mg butorphanol , 30 mg azaperone and 18 mg medetomidine ) supplemental @DRUG$ for adult ; immobilization should be antagonized using - 5 mg atipamezole / mg medetomidine 2 mg / kg @DRUG$ , with tolazoline injected about - 10 min before atipamezole smooth out recovery .	Low doses of BAM (2 mL) combined with supplemental @DRUG$ are recommended for adult elk immobilization. The immobilization should be antagonized using 3-5 mg atipamezole/mg medetomidine and 2 mg/kg @DRUG$, with tolaz	0
1	Like @DRUG$, the drug potentiated the ocular effects of L-@DRUG$ in the rabbit.	Like @DRUG$ , the do drugs potentiated the ocular effects of L-@DRUG$ in the rabbit .	Like @DRUG$ in the drug potentiated the ocular effects of L-@DRUG$ , the rabbit .	Like @DRUG$ , the drug potentiated the ocular effects of L-@DRUG$ in the rabbit .	The drug increased the effects of the other drug on the rabbit's eyes.	1
0	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron as iron dextran per ml, or 200 @DRUG$ @DRUG$ as gleptoferron per ml.	adenine total of 102 newborn piggy from ten litters were treated intramuscularly with 200 magnesium iron as iron dextran per ml , or 200 @DRUG$ @DRUG$ as gleptoferron per ml .	A total of 102 from piglets newborn with litters were treated intramuscularly ten 200 mg iron as iron dextran per ml , or 200 @DRUG$ @DRUG$ as gleptoferron ml per .	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron as iron dextran per ml , or 200 @DRUG$ @DRUG$ as gleptoferron per ml .	@DRUG$ and @DRUG$ are both medications that are given to newborn pigs in order to treat them with iron.	0
0	@DRUG$ also significantly enhanced the activity of paclitaxel/@DRUG$ combination therapy in the MV-522 tumor model.	@DRUG$ also significantly enhanced the activity of paclitaxel / @DRUG$ combination therapy in the mv - 522 tumor poser .	@DRUG$ also model enhanced the activity of paclitaxel / @DRUG$ combination therapy in the MV 522 - tumor significantly .	@DRUG$ also significantly enhanced the activity of paclitaxel / @DRUG$ combination therapy in the MV - 522 tumor model .	@DRUG$ makes @DRUG$ more effective.	0
1	DMH is an H(1) @DRUG$ receptor antagonist, but it interacts either directly or indirectly with other neurotransimitter systems, including those using acetylcholine, serotonin, @DRUG$, dopamine, opioids or adenosine.	DMH is an henry ( 1 ) @DRUG$ sense organ antagonist , but it interacts either directly or indirectly with other neurotransimitter systems , including those using acetylcholine , serotonin , @DRUG$ , dopastat , opioids or adenosine .	DMH is an , ( 1 ) @DRUG$ receptor antagonist , but it interacts either directly or indirectly with other opioids systems , serotonin those using acetylcholine H including , @DRUG$ , dopamine , neurotransimitter or adenosine .	DMH is an ( 1 ) @DRUG$ receptor antagonist , but it interacts either directly or indirectly with other neurotransimitter systems , including those using acetylcholine , serotonin , @DRUG$ , dopamine opioids or adenosine .	DMH is an H ( 1 ) @DRUG$ receptor antagonist , meaning that it blocks the effects of DRUGA. However, it also interacts with other neurotransmitter systems, including those that use acetylcholine, serotonin, dopamine, opioids, or adenosine.	1
0	Similar results were observed in patients undergoing flexible bronchoscopy; the sedation success rate was >3-fold greater among @DRUG$ 6.5 @DRUG$/kg (n = 150) than among fospropofol 2.0 mg/kg recipients (n = 102).	Similar results were observed in affected role undergo flexible bronchoscopy ; the sedation success rate was >3 - fold greater among @DRUG$ 6.5 @DRUG$ / kg ( n = 150 ) than among fospropofol 2.0 milligram / kg receiver ( n = 102 ) .	Similar results were observed in patients undergoing flexible bronchoscopy ; / kg success rate was >3 - fold greater among @DRUG$ 6.5 @DRUG$ the kg ( n = 150 ) than 102 2.0 fospropofol mg / sedation recipients ( n = among ) .	Similar results observed in patients undergoing bronchoscopy ; the sedation success rate was >3 - fold greater among @DRUG$ 6.5 @DRUG$ / kg ( n = 150 than among fospropofol mg / kg recipients n = 102 ) .	The sedation success rate was >3 - fold greater among @DRUG$ 6.5 @DRUG$ / kg ( n = 150 ) than among fospropofol 2.0 mg / kg recipients ( n = 102 ) .	0
0	OBJECTIVES: To assess the available literature regarding the efficacy of @DRUG$/@DRUG$ in gastroesophageal reflux patients.	OBJECTIVES : To assess the available literature regarding the efficacy of @DRUG$ / @DRUG$ in gastroesophageal reflux affected role .	OBJECTIVES : To assess the available / regarding the efficacy of @DRUG$ literature @DRUG$ in gastroesophageal reflux patients .	OBJECTIVES : To assess the available literature regarding the efficacy of @DRUG$ / @DRUG$ in gastroesophageal patients	The objective of this study was to assess the available literature on the efficacy of @DRUG$ and @DRUG$ in gastroesophageal reflux patients.	0
1	Plasma and urine concentrations of allopurinol, oxipurinol, @DRUG$, xanthine, and uric acid were measured by h. p.l.c. RESULTS: Total clearance of @DRUG$ was not different in elderly (15.7+/-3.8 ml min-1 kg-1, mean+/-s.e. mean) and young subjects (15.7+/-2.1), whereas total clearance of oxipurinol was significantly reduced in the aged (0.24+/-0.03) compared with young controls (0.37+/-0.05) as was the distribution volume of oxipurinol (0.60+/-0.09 and 0.84+/-0.07 l kg-1, respectively).	plasma and urine concentrations of allopurinol , oxipurinol , @DRUG$ , xanthine , and uric acid were measured by h. p.l.c. RESULTS : full clearance of @DRUG$ was not different in elderly ( 15.7+/-3.8 cubic centimeter min-1 kg - 1 , mean +/-s.e. mean ) and young subject area ( 15.7 + /-2.1 ) , whereas total clearance of oxipurinol was importantly trim down in the of age ( 0.24+/-0.03 ) compare with young insure ( 0.37+/-0.05 ) as was the distribution volume of oxipurinol ( 0.60+/-0.09 and 0.84+/-0.07 l kg - 1 , respectively ) .	Plasma and urine concentrations of allopurinol ) oxipurinol , @DRUG$ , different , 1 uric acid were measured + h. p.l.c. RESULTS : Total clearance of @DRUG$ was not xanthine in elderly ( ) ml min-1 kg - 1 , mean +/-s.e. mean kg and l subjects ( 15.7 by /-2.1 ) , whereas 0.24+/-0.03 clearance of oxipurinol was significantly reduced in young aged ( total ) compared with the controls ( 0.37+/-0.05 15.7+/-3.8 as was the distribution volume of oxipurinol ( 0.60+/-0.09 and 0.84+/-0.07 young , - and , respectively ) .	Plasma and urine concentrations of allopurinol , oxipurinol , @DRUG$ , xanthine , and uric acid were measured h. p.l.c. RESULTS : Total clearance of @DRUG$ was not different in elderly ( 15.7+/-3.8 ml min-1 kg - 1 , mean +/-s.e. mean ) and young subjects ( 15.7 + /-2.1 ) whereas total clearance of oxipurinol was significantly reduced in the ( 0.24+/-0.03 ) compared with controls ( 0.37+/-0.05 was the distribution of oxipurinol ( 0.60+/-0.09 and 0.84+/-0.07 l kg - 1 , respectively ) .	The total clearance of @DRUG$ was not different in elderly ( 15.7+/-3.8 ml min-1 kg - 1 , mean +/-s.e. mean ) and young subjects ( 15.7 + /-2.1 ) , whereas total clearance of oxipurin	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, @DRUG$/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, @DRUG$, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This come out focuses on the pursual survival of drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , faeces - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , inscribe ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , @DRUG$ / ethinylestradiol , drotrecogin alfa ( aerate ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem na , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , indiplon , iodin ( i131 ) tositumomab , irofulven , i - 1018 ; Lasofoxifene tartrate , brocadopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , @DRUG$ , peginterferon alfa - deuce b vitamin , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort press out , sunitinib malate ; cialis , tanaproget , Taxus , tiotropium cliche , treprostinil na ; bextra , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV - , , aprepitant , aripiprazole alfa atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 bromide bortezomib , bosentan ; Calcipotriol -K betamethasone dipropionate hydrochloride CEA-TRICOM , cetuximab , ; ; clofarabine , Cypher ciclesonide Dalbavancin vardenafil darbepoetin alfa , darifenacin hydrobromide , desloratadine ( alfa , drospirenone , @DRUG$ / ethinylestradiol , drotrecogin Dexamet ( activated ) , ; hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate Tadalafil Nemifitide duloxetine Fenretinide ; Gefitinib , , , ghrelin ; human ) , hMaxi / gestodene human papillomavirus vaccine ; Imatinib mesylate , indiplon ; iodine ( - ) tositumomab , irofulven , ISS i131 1018 ; , tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; eszopiclone ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , @DRUG$ , peginterferon , - 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase malate rimonabant , ; Satraplatin , St. John's Wort extract , sunitinib , ; , , tanaproget , Taxus , tiotropium Lasofoxifene , treprostinil sodium , Valdecoxib , , hydrochloride hydrate ; Ximelagatran NGFbeta Zileuton .	This issue focuses on the following selection of drugs AAV NGFbeta aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , , ciclesonide , , Cypher ; , darbepoetin alfa , darifenacin hydrobromide desloratadine , Dexamet , , @DRUG$ / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; , gestodene , ghrelin ( ) ; hMaxi -K papillomavirus vaccine ; Imatinib mesylate indiplon , iodine ( tositumomab , irofulven , ISS - 1018 ; tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , @DRUG$ , peginterferon alfa - 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is used in combination with @DRUG$.	0
1	Combination of LErafAON (i.v., 25 @DRUG$/kg/dose, x10/13) with gemcitabine (i.v., 75 mg/kg/dose, x4/6) also caused a significant tumor growth inhibition in the two pancreatic carcinoma models studied (Aspc-1: LErafAON+@DRUG$ versus gemcitabine, p<0.0001, n=7; Colo 357: LErafAON+gemcitabine versus gemcitabine, p<0.002, n =5).	Combination of LErafAON ( i.v. , 25 @DRUG$ / kg/ dose , x10/13 ) with gemcitabine ( i.v. , lxxv magnesium /kg / dose , x4/6 ) likewise caused a pregnant neoplasm growth inhibition in the  pancreatic carcinoma models canvass ( Aspc - 1 : LErafAON + @DRUG$ versus gemcitabine , p<0.0001 , n=7 ; Colo 357 : LErafAON + gemcitabine versus gemcitabine , p<0.002 , n =5 ) .	Combination of LErafAON ( i.v. , 25 @DRUG$ / kg/ + , x10/13 with ) gemcitabine ( dose , ) mg 1 / i.v. two ) x4/6 also caused a significant tumor growth inhibition in the , pancreatic carcinoma models studied ( Aspc - /kg : LErafAON + @DRUG$ versus gemcitabine , p<0.0001 , n=7 ; Colo 357 : LErafAON dose gemcitabine versus gemcitabine , p<0.002 , n =5 75 .	Combination of LErafAON ( i.v. , 25 @DRUG$ / kg/ dose , x10/13 ) with gemcitabine ( i.v. , 75 mg /kg / dose , x4/6 ) also caused a significant tumor growth inhibition in carcinoma models studied ( Aspc : LErafAON + @DRUG$ versus gemcitabine , p<0.0001 , ; 357 : LErafAON + versus gemcitabine , p<0.002 , =5 ) .	LErafAON ( i.v. , 25 @DRUG$ / kg/ dose , x10/13 ) with gemcitabine ( i.v. , 75 mg /kg / dose , x4/6 ) also caused a significant tumor growth inhibition in the two pancreatic carcin	1
0	Our results also suggest significant differences in @DRUG$ and sodium @DRUG$ induced functional differentiation.	Our results also suggest significant differences in @DRUG$ and sodium @DRUG$ induced functional specialization .	Our results also suggest sodium differences in @DRUG$ and significant @DRUG$ induced functional differentiation .	Our results also suggest differences in @DRUG$ and sodium @DRUG$ induced functional differentiation .	Our results suggest that @DRUG$ induces significant functional differentiation, while sodium @DRUG$ does not.	0
0	In vitro octreotide receptor binding of [111In-DOTA0,@DRUG$-Phe1, Tyr3]@DRUG$ (111In-DOTATOC) and the in vivo metabolism of 90Y- or 111In-labelled DOTATOC were investigated in rats in comparison with [111In-DTPA0]octreotide [111In-DTPAOC).	In vitro octreotide sense organ binding of [ 111In - DOTA0 , @DRUG$ - Phe1 , Tyr3 ] @DRUG$ ( 111In - DOTATOC ) and the in vivo metabolic process of 90Y - or 111In - label DOTATOC were investigated in tell on in comparability with [ 111In - DTPA0 ] octreotide [ 111In - DTPAOC ) .	In vitro DTPAOC receptor binding of [ 111In - DOTA0 , @DRUG$ 111In Phe1 , Tyr3 ] @DRUG$ ( - - DOTATOC ) in the 90Y vivo metabolism of and - or 111In - labelled DOTATOC were investigated in rats in comparison with [ 111In - DTPA0 ] octreotide [ 111In - octreotide ) .	In vitro octreotide receptor binding of [ 111In - DOTA0 , @DRUG$ - Phe1 Tyr3 ] @DRUG$ ( 111In - DOTATOC ) and the in vivo metabolism of 90Y - or 111In - labelled DOTATOC were investigated in rats comparison with [ 111In - DTPA0 ] octreotide [ 111In - ) .	The in vitro octreotide receptor binding of [ 111In - DOTA0 , @DRUG$ - Phe1 , Tyr3 ] @DRUG$ ( 111In - DOTATOC ) was investigated in rats in comparison with [ 111In - DTPA0 ] octreotide [ 111In	0
0	The ExHC rats fed on olive, @DRUG$ and coconut oil in combination with @DRUG$ respectively resulted in a 3.5-, 2.0- and 2.1-fold higher serum cholesterol concentration than that in the animals fed on the corresponding dietary fats without any supplementation of cholesterol (p < 0.01 by dietary cholesterol or type of fat).	The ExHC rats fed on olive , @DRUG$ and coconut oil in combination with @DRUG$ severally resulted in a 3.5 - , 2.0 - and 2.1 - fold high blood serum cholesterol concentration than that in the creature fed on the comparable dietary fats without any subjunction of cholesterol ( p < 0.01 by dietary cholesterol or type of fat ) .	The ExHC , fed on olive , @DRUG$ and - oil in combination with @DRUG$ - resulted in a 3.5 coconut rats 2.0 respectively and 2.1 - ( higher serum cholesterol concentration than that in p animals fed on corresponding the dietary fats without any supplementation of cholesterol fold the < 0.01 by dietary cholesterol or type of fat ) .	The ExHC rats fed on olive , @DRUG$ and coconut oil in combination with @DRUG$ respectively resulted in a 3.5 - , 2.0 - and 2.1 - higher serum cholesterol concentration than the animals fed on the corresponding dietary fats without any supplementation of cholesterol ( p < 0.01 by dietary cholesterol or type of fat ) .	The ExHC rats fed on olive oil, @DRUG$, and coconut oil in combination with @DRUG$ respectively resulted in a 3.5-fold higher serum cholesterol concentration than that in the animals fed on the corresponding dietary fats without any supplementation of cholesterol (p < 0.01 by dietary cholesterol	0
0	CONCLUSIONS: The results show that low doses of lactitol can beneficially affect the faecal flora without eliciting gross symptoms of intolerance and that @DRUG$ can be classified @DRUG$ a prebiotic.	CONCLUSIONS : The results render that scurvy doses of lactitol can beneficially affect the faecal flora without eliciting receipts symptoms of intolerance and that @DRUG$ can be classified @DRUG$ a prebiotic .	CONCLUSIONS : The doses show that low be of lactitol can beneficially affect the faecal flora without eliciting gross a of intolerance and that @DRUG$ can results classified @DRUG$ symptoms prebiotic .	CONCLUSIONS : The results show that low doses of lactitol can beneficially affect the without eliciting gross symptoms of intolerance and that @DRUG$ can classified @DRUG$ a prebiotic .	@DRUG$ can be classified as a prebiotic, which means that it beneficially affects the faecal flora without eliciting gross symptoms of intolerance.	1
0	@DRUG$ received US FDA Breakthrough Therapy designation for treatment of @DRUG$-sensitive BRCA-mutated advanced ovarian cancer patients who received greater than two lines of platinum-based therapy.	@DRUG$ received US FDA Breakthrough Therapy designation for treatment of @DRUG$ - sensitive BRCA - mutate advanced ovarian cancer patients who received greater than two parentage of pt - based therapy .	@DRUG$ received - FDA Breakthrough Therapy designation US treatment of @DRUG$ - sensitive BRCA for advanced mutated ovarian cancer patients who received greater than two lines of platinum - based therapy .	@DRUG$ received US FDA Breakthrough Therapy designation for treatment of @DRUG$ - sensitive BRCA - mutated advanced ovarian cancer patients who received greater than two lines of platinum based therapy .	@DRUG$ is a drug that has been designated as a breakthrough therapy by the US FDA for the treatment of @DRUG$ - sensitive BRCA - mutated advanced ovarian cancer patients who have received greater than two lines of platinum - based therapy .	0
0	After p.o. administration as the citrate salt, the absorption time (@DRUG$) of @DRUG$ was 2.38 +/- 0.25 h and although significant quantities of pyrantel were absorbed (mean bioavailability of 41%) the rapid clearance resulted in a MRT of only 4.92 +/- 0.36 h. By comparison, the significantly extended MAT of the less soluble pamoate salt resulted in reduced circulating concentrations and a significantly lower mean bioavailability of 16%.	After p.o. administration as the citrate strategic arms limitation talks , the absorption time ( @DRUG$ ) of @DRUG$ was 2.38 +/- 0.25 h and although significant quantities of pyrantel were absorbed ( mean bioavailability of 41 % ) the speedy headroom resulted in a MRT of only 4.92 +/- 0.36 h . by comparison , the significantly extended MAT of the less soluble pamoate strategic arms limitation talks resulted in reduced circle immersion and a significantly lower mean bioavailability of  % .	After as administration p.o. extended citrate of , the absorption time the @DRUG$ ) bioavailability @DRUG$ was 2.38 +/- 0.25 the and although significant quantities salt pyrantel were absorbed ( mean of of 41 % ) h rapid clearance resulted in a MRT of only 4.92 +/- 0.36 h . By comparison , the significantly ( MAT of the lower soluble pamoate salt resulted in reduced circulating concentrations and a significantly less mean bioavailability of 16 % .	p.o. administration the citrate salt , the absorption time ( @DRUG$ ) of @DRUG$ was +/- 0.25 h and although significant quantities of pyrantel were absorbed ( mean bioavailability of 41 % ) the rapid clearance a MRT of only 4.92 +/- h . comparison , the significantly extended MAT of the less soluble pamoate salt resulted in reduced circulating concentrations and significantly lower mean bioavailability of 16 % .	After p.o. administration as the citrate salt, the absorption time (@DRUG$) of @DRUG$ was 2.38 +/- 0.25 h and although significant quantities of pyrantel were absorbed (mean bioavailability of 41 %), the rapid clearance resulted in a MRT	0
0	@DRUG$ eliminated increases in proliferation of rat aortic smooth muscle cells (RASMCs) by 12-O-tetradecanoylphorbol 13-acetate, and enhanced the peroxisome proliferator-activated receptor-delta (PPARdelta) and inducible @DRUG$ synthetase (iNOS) expressions, which were associated with the antiproliferative action of beraprost according to inhibition experiments by [(3)H]thymidine incorporation.	@DRUG$ eliminated increases in proliferation of rat aortic smooth heftiness jail cell ( RASMCs ) by 12 - O-tetradecanoylphorbol xiii - acetate , and enhanced the peroxisome proliferator -activated receptor-delta ( PPARdelta ) and inducible @DRUG$ synthetase ( iNOS ) expressions , which were colligate with the antiproliferative legal action of beraprost according to inhibition experiments by [ ( 3 ) plancks constant ] thymidine incorporation .	@DRUG$ eliminated increases in of proliferation rat experiments smooth muscle cells ( RASMCs ) iNOS 12 - O-tetradecanoylphorbol 13 - acetate , and enhanced inducible peroxisome proliferator -activated ( ( PPARdelta ) and which @DRUG$ synthetase ( by ) expressions , the were associated with the antiproliferative action of beraprost according to inhibition aortic by [ receptor-delta 3 ) H ] thymidine incorporation .	@DRUG$ eliminated increases proliferation of rat aortic smooth muscle cells ( RASMCs ) by 12 - O-tetradecanoylphorbol - acetate , and enhanced the peroxisome -activated receptor-delta ( PPARdelta ) and inducible @DRUG$ synthetase ( iNOS ) expressions , which were associated with the antiproliferative action of beraprost according inhibition by [ ( 3 H ] thymidine incorporation .	@DRUG$ eliminated increases in proliferation of rat aortic smooth muscle cells ( RASMCs ) by 12 - O-tetradecanoylphorbol 13 - acetate , and enhanced the peroxisome proliferator -activated receptor-delta ( PPARdelta	1
0	Effects of @DRUG$ and @DRUG$ in the cold induced pain test, and the central nervous system of healthy volunteers.	burden of @DRUG$ and @DRUG$ in the cold induced pain in the neck test , and the central nervous system of healthy volunteers .	Effects of @DRUG$ and @DRUG$ in the cold induced pain volunteers central and the , nervous system of healthy test .	Effects of @DRUG$ and @DRUG$ in the cold induced pain test and the central nervous system of healthy volunteers .	The effects of @DRUG$ and @DRUG$ on the cold induced pain test, and the central nervous system of healthy volunteers.	0
0	Combination of LErafAON (i.v., 25 mg/kg/dose, x10/13) with gemcitabine (i.v., 75 mg/kg/dose, x4/6) also caused a significant tumor growth inhibition in the two pancreatic carcinoma models studied (Aspc-1: LErafAON+@DRUG$ versus gemcitabine, p<0.0001, n=7; Colo 357: LErafAON+gemcitabine versus gemcitabine, @DRUG$<0.002, n =5).	compounding of LErafAON ( i.v. , 25 mg/kg / superman , x10/13 ) with gemcitabine ( i.v. , 75 mg /kg / superman , x4/6 ) also caused a pregnant tumor growing inhibition in the  pancreatic carcinoma mannikin studied ( Aspc - ane : LErafAON + @DRUG$ versus gemcitabine , p<0.0001 , n=7 ; Colo 357 : LErafAON + gemcitabine versus gemcitabine , @DRUG$ < 0.002 , n =5 ) .	Combination mg , ( i.v. , 25 mg/kg / dose pancreatic x10/13 ) with gemcitabine Aspc i.v. , 75 of /kg / < , x4/6 ) also caused a significant tumor growth inhibition in the two LErafAON carcinoma models studied , : - 1 : LErafAON + @DRUG$ versus gemcitabine , p<0.0001 , n=7 ; Colo 357 ( LErafAON + gemcitabine versus gemcitabine ( @DRUG$ dose 0.002 , n =5 ) .	Combination of LErafAON ( i.v. , 25 mg/kg / dose , x10/13 ) with gemcitabine ( , 75 /kg / dose , x4/6 ) also caused a tumor growth inhibition in the two carcinoma models ( Aspc - 1 : LErafAON + @DRUG$ versus gemcitabine p<0.0001 , n=7 ; Colo 357 : LErafAON + gemcitabine versus gemcitabine , @DRUG$ < 0.002 , n =5 ) .	Combination of LErafAON ( i.v. , 25 mg/kg / dose , x10/13 ) with gemcitabine ( i.v. , 75 mg /kg / dose , x4/6 ) also caused a significant tumor growth inhibition in the two pancreatic	1
0	Nucleoside transport inhibitors, @DRUG$ and @DRUG$-nitrobenzylthioinosine, selectively potentiate the antitumor activity of NB1011.	Nucleoside channelise inhibitors , @DRUG$ and @DRUG$ - nitrobenzylthioinosine , selectively potentiate the antitumor activity of NB1011 .	Nucleoside transport inhibitors , @DRUG$ and @DRUG$ - nitrobenzylthioinosine , potentiate selectively the antitumor activity of NB1011 .	Nucleoside transport inhibitors , @DRUG$ and @DRUG$ - nitrobenzylthioinosine , selectively potentiate the antitumor activity of NB1011 .	@DRUG$ and @DRUG$ are nucleoside transport inhibitors that selectively potentiate the antitumor activity of NB1011.	0
0	In part 2, Japanese subjects received @DRUG$ 10 @DRUG$/kg IV.	In part 2 , Japanese subjects received @DRUG$ tenner @DRUG$ / kg IV .	In IV 2 , Japanese subjects received @DRUG$ 10 @DRUG$ / kg part .	In part 2 , Japanese received @DRUG$ 10 @DRUG$ / kg IV .	Subjects who received @DRUG$ also received @DRUG$.	0
0	Thus, @DRUG$ circulating L-carnitine concentration increases (as after high-dose intravenous or oral administration of @DRUG$), efficiency of reabsorption decreases and clearance increases, resulting in rapid decline of circulating L-carnitine concentration to baseline.	Thus , @DRUG$ circulating L-carnitine concentration increases ( as after luxuriously - dose intravenous or viva administration of @DRUG$ ) , efficiency of reabsorption decreases and clearance increases , result in rapid go down of circulating L-carnitine concentration to baseline .	Thus , @DRUG$ circulating L-carnitine concentration increases clearance as decline high - dose intravenous or to administration of @DRUG$ ) , efficiency of reabsorption decreases and ( increases , resulting in rapid L-carnitine of circulating after concentration oral baseline .	, @DRUG$ circulating L-carnitine concentration increases after high - dose intravenous or oral administration of @DRUG$ ) , efficiency of reabsorption decreases and clearance increases resulting in rapid decline of circulating L-carnitine concentration to baseline .	When @DRUG$ is taken, it causes an increase in the concentration of L-carnitine in the blood. This increase in concentration makes it more difficult for the body to reabsorb L-carnitine, and as a result, the amount of L-carnit	1
0	With heat, the mean C(max) was 0.63 @DRUG$/mL compared with a C(max) of 0.24 ng/mL without heat (@DRUG$ =.007).	With heat , the beggarly C( soap ) was 0.63 @DRUG$ / mL compared with a C(max ) of 0.24 nanogram / mL without heat ( @DRUG$ =.007 ) .	With heat C(max the mean C( max ) was 0.63 @DRUG$ / mL compared with ng , ) of / a 0.24 mL without heat ( @DRUG$ =.007 ) .	With heat , the mean C( ) was 0.63 @DRUG$ / mL compared with a C(max ) of 0.24 ng / mL without heat ( @DRUG$ =.007 .	With heat , the mean C( max ) was 0.63 @DRUG$ / mL compared with a C(max ) of 0.24 ng / mL without heat ( @DRUG$ =.007 ) ."This means that when heat is applied, the concentration of DRUGA in	0
1	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab, lanadelumab, roledumab, tralokinumab, risankizumab, SA237, emapalumab, suptavumab, erenumab, @DRUG$, fremanezumab, fasinumab, tanezumab, lampalizumab, brolucizumab).	Of these , quintuplet mAbs are for cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and xv mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , erenumab , @DRUG$ , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	roledumab these , 5 mAbs are , cancer ( durvalumab , 15 - 56022473 , ublituximab , anetumab tralokinumab , @DRUG$ ) and JNJ mAbs are for non-cancer indications ( caplacizumab , lanadelumab , emapalumab , ravtansine , risankizumab , SA237 , Of , suptavumab , erenumab for @DRUG$ , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these , 5 mAbs are for cancer ( durvalumab , JNJ 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and mAbs are for non-cancer indications ( caplacizumab lanadelumab , , tralokinumab , risankizumab , SA237 , , suptavumab , erenumab , @DRUG$ fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab )	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab	1
0	METHODS: In this randomized, unblinded trial, patients received either intravenous @DRUG$ (two doses of 6 mg per kilogram of body weight on day 1, then 4 @DRUG$ per kilogram twice daily for at least seven days) followed by 200 mg orally twice daily or intravenous amphotericin B deoxycholate (1 to 1.5 mg per kilogram per day).	METHODS : In this randomized , unblinded trial , patients standard either intravenous @DRUG$ ( deuce doses of 6 mg per kilogram of body weight on day 1 , then foursome @DRUG$ per kilogram twice daily for at to the lowest degree seven days ) watch over by two hundred mg orally twice daily or intravenous amphotericin B deoxycholate ( 1 to 1.5 mg per kilogram per day ) .	days : In this randomized , unblinded trial , patients per either intravenous @DRUG$ ( two doses of 6 mg body kilogram of received weight on day 1 , then 4 @DRUG$ per orally twice daily per at least seven METHODS ) followed by 200 mg kilogram twice daily or intravenous amphotericin B deoxycholate ( 1 to day mg per kilogram for 1.5 ) .	METHODS : In this randomized , unblinded trial , received either intravenous @DRUG$ ( doses of 6 mg per kilogram of body weight on 1 , then 4 @DRUG$ per twice daily for at least seven days followed by mg twice daily or intravenous amphotericin B deoxycholate ( 1 to 1.5 mg per kilogram per day ) .	Patients who received @DRUG$ followed by @DRUG$ had a significantly lower rate of treatment failure than patients who received amphotericin B deoxycholate.	0
0	Modeling results were then used to simulate and determine which @DRUG$ dosage regimens would maintain CRP suppression below the lower limit of quantification (4 mg/@DRUG$).	Modeling results were then used to simulate and determine which @DRUG$ dosage regimens would maintain CRP quelling below the modest limit of quantification ( quartet mg / @DRUG$ ) .	Modeling to were simulate used results then and determine which @DRUG$ dosage regimens would maintain CRP / below the lower limit of quantification ( 4 mg suppression @DRUG$ ) .	Modeling results were then used to simulate and determine which @DRUG$ dosage regimens would maintain CRP suppression below the limit of quantification ( 4 mg / @DRUG$ ) .	Modeling results were then used to simulate and determine which @DRUG$ dosage regimens would maintain CRP suppression below the lower limit of quantification ( 4 mg / @DRUG$ ) ."DRUGA dosage regimens would maintain CRP suppression below the lower limit of quantification if the	0
0	RxOM3FAs that contain both EPA and DHA include omega-3-acid ethyl esters (ethyl esters of EPA and @DRUG$; brand and generic products) and @DRUG$-carboxylic acids (free fatty acids primarily composed of EPA and DHA), while the RxOM3FA icosapent ethyl (the ethyl ester of EPA) contains EPA only.	RxOM3 fetal alcohol syndrome that contain both environmental protection agency and DHA admit omega - 3 - acid ethyl ester ( ethyl ester of environmental protection agency and @DRUG$ ; brand and generic wine products ) and @DRUG$ - carboxylic acids ( free fatty acids chiefly composed of environmental protection agency and DHA ) , while the RxOM3FA icosapent ethyl ( the ethyl ester of environmental protection agency ) contains environmental protection agency only .	RxOM3 FAs of primarily include EPA and DHA both omega - 3 - acid ethyl esters ( contains esters of EPA and @DRUG$ ; brand and generic products ) and @DRUG$ - composed acids ( and fatty acids contain carboxylic of EPA free DHA ) , while the RxOM3FA icosapent ethyl ( the ethyl ester that EPA ) ethyl EPA only .	RxOM3 FAs that contain both EPA and DHA include omega 3 - acid ethyl esters ( ethyl esters and @DRUG$ ; brand and generic ) and @DRUG$ - carboxylic acids ( free fatty acids primarily composed of EPA and ) , while the RxOM3FA ( ethyl ester of ) contains EPA only .	RxOM3 FAs that contain both EPA and DHA include omega - 3 - acid ethyl esters ( ethyl esters of EPA and @DRUG$ ; brand and generic products ) and @DRUG$ - carboxylic acids ( free fatty acids primarily composed of EPA and D	0
0	The transport is Na(+)-dependent, with a @DRUG$(@DRUG$) of 13 mm.	The transport is na ( + ) - dependent , with a @DRUG$ ( @DRUG$ ) of xiii mm .	The transport is Na , + ) dependent - ( with a @DRUG$ ( @DRUG$ ) of 13 mm .	The transport is Na ( + ) - , with a @DRUG$ ( @DRUG$ ) of 13 mm .	The transport of @DRUG$ is dependent on the presence of Na ( + ) ions, and the DRUGA ( @DRUG$ ) is 13 mm.	0
0	Prior to and at fixed intervals after the dose, blood samples were drawn and the concentrations of monomethylfumarate, the biologically active metabolite, @DRUG$ well as dimethylfumarate and @DRUG$ were measured using high-performance liquid chromatography.	prior to and at fixed intervals after the vd , blood samples were drawn and the assiduousness of monomethylfumarate , the biologically active metabolite , @DRUG$ easily as dimethylfumarate and @DRUG$ were measured using high - performance liquid chromatography .	Prior to monomethylfumarate at fixed intervals after were dose , blood samples were drawn and the concentrations of and , the biologically active metabolite , @DRUG$ well as dimethylfumarate and @DRUG$ the measured liquid high - performance using chromatography .	Prior to and at fixed intervals after the dose , blood were drawn and the concentrations monomethylfumarate metabolite @DRUG$ well as dimethylfumarate and @DRUG$ were measured using high - performance liquid chromatography .	Before and after each dose, blood samples were taken and the concentrations of monomethylfumarate, the biologically active metabolite, @DRUG$ as well as dimethylfumarate and @DRUG$ were measured using high-performance liquid chromatography.	0
1	@DRUG$ is a derivative of @DRUG$ in which two trideuteromethoxy groups substitute two methoxy groups.	@DRUG$ is a derivative of @DRUG$ in which two trideuteromethoxy groups fill in two methoxy groups .	@DRUG$ is a derivative two @DRUG$ in which of trideuteromethoxy groups substitute two methoxy groups .	@DRUG$ is a derivative of @DRUG$ in which two trideuteromethoxy groups substitute two methoxy groups .	@DRUG$ is a more complex form of @DRUG$, in which two trideuteromethoxy groups have been substituted for two methoxy groups .	0
0	Contraction of the tracheal chain by acetylcholine or histamine was antagonized by @DRUG$ (adrenaline), etafedrine and @DRUG$, the relative potencies being 91:1:0.3, respectively.	Contraction of the tracheal chain by acetylcholine or histamine was antagonized by @DRUG$ ( adrenaline ) , etafedrine and @DRUG$ , the comparative potency being 91:1:0.3 , respectively .	Contraction adrenaline the tracheal chain by acetylcholine or histamine respectively antagonized by @DRUG$ ( of ) , etafedrine and @DRUG$ , the relative potencies being 91:1:0.3 , was .	Contraction of the tracheal chain by acetylcholine or histamine was antagonized by @DRUG$ ( adrenaline ) , etafedrine and @DRUG$ the potencies being 91:1:0.3 , respectively .	The contraction of the tracheal chain by acetylcholine or histamine was antagonized by @DRUG$ ( adrenaline ) , etafedrine and @DRUG$ , the relative potencies being 91:1:0.3 , respectively .	0
0	Ketorolac tromethamine appears to be @DRUG$ effective as @DRUG$ or meperidine for short-term management of moderate to severe postoperative pain.	ketorolac tromethamine appears to be @DRUG$ effective as @DRUG$ or meperidine for short - term management of moderate to severe postoperative annoyance .	Ketorolac tromethamine appears to be @DRUG$ effective as @DRUG$ or meperidine for of - term management short moderate to postoperative severe pain .	Ketorolac tromethamine appears to be @DRUG$ effective as @DRUG$ or meperidine for short - term management of moderate to severe postoperative pain .	Ketorolac tromethamine is effective as meperidine for short-term management of moderate to severe postoperative pain.	1
0	METHODS: Fourteen adult male Wistar rats with @DRUG$-induced @DRUG$ were treated over 9 weeks with a selective, non-peptide, orally active V(2) receptor antagonist (SR 121463) and were compared to 14 untreated diabetic rats (control).	METHODS : fourteen pornographic male Wistar rats with @DRUG$ - induced @DRUG$ were treated over 9 weeks with a selective , non-peptide , orally active fin ( 2 ) receptor antagonist ( strontium 121463 ) and were compared to 14 untreated diabetic rats ( control ) .	METHODS ( over adult antagonist Wistar rats with @DRUG$ - induced @DRUG$ were treated Fourteen 9 weeks with a selective , non-peptide , orally active V ( 2 ) receptor male : SR 121463 ) were and compared to 14 untreated diabetic rats ( control ) .	METHODS Fourteen male Wistar rats with @DRUG$ - induced @DRUG$ were treated over 9 weeks with a selective , , orally active V ( 2 ) receptor antagonist ( SR 121463 ) and were compared to 14 untreated diabetic rats ( control ) .	The study found that the selective, non-peptide, orally active V (2) receptor antagonist (SR 121463) was able to improve the symptoms of @DRUG$-induced @DRUG$ in rats.	0
0	@DRUG$ has been shown to be efficacious in preventing lethal orthopoxviral disease in numerous animal models (G. Yang, @DRUG$. C. Pevear, M. H. Davies, M. S. Collett, T. Bailey, et al., J. Virol.	@DRUG$ has been shown to be efficacious in preventing deadly orthopoxviral disease in numerous fauna models ( G. yang , @DRUG$ . C. Pevear , M. H. Davies , M. S. Collett , T. bailey , et al. , J. Virol .	@DRUG$ has been shown be to efficacious in preventing lethal orthopoxviral animal in numerous disease models ( G. Yang , @DRUG$ . Bailey Pevear , M. H. Davies , M. S. Collett , T. C. , et al. , J. Virol .	@DRUG$ has shown to be efficacious in preventing lethal disease in numerous animal models ( G. Yang , @DRUG$ . C. Pevear , M. H. Davies M. S. Collett , T. Bailey , et , J. Virol .	@DRUG$ has been shown to be efficacious in preventing lethal orthopoxviral disease in numerous animal models. @DRUG$ is a component of DRUGA that is responsible for this effect.	0
0	OBJECTIVE: To provide an overview of the role of amylin, as well @DRUG$ that of pramlintide, a synthetic analog of amylin, in maintaining @DRUG$ homeostasis; and discuss the pharmacology, pharmacokinetics, efficacy, adverse effects, and role of pramlintide in the control of postprandial hyperglycemia.	objective lens : To provide an overview of the role of amylin , as considerably @DRUG$ that of pramlintide , a synthetic substance analog of amylin , in maintaining @DRUG$ homeostasis ; and discuss the pharmacology , pharmacokinetics , efficacy , adverse consequence , and role of pramlintide in the moderate of postprandial hyperglycemia .	OBJECTIVE : To provide an overview of the role of amylin control as well @DRUG$ that of pramlintide pharmacology a synthetic analog of pramlintide , in maintaining @DRUG$ homeostasis ; and discuss the and , pharmacokinetics the efficacy , adverse effects , , role of amylin in , , of postprandial hyperglycemia .	OBJECTIVE : To provide an overview of role amylin , as well @DRUG$ that of , a analog of amylin , in maintaining @DRUG$ homeostasis ; and discuss the pharmacology , pharmacokinetics , efficacy , adverse effects , and role of the control of hyperglycemia	Amylin is a hormone that helps to maintain blood sugar levels. Pramlintide is a synthetic version of amylin that is used to control blood sugar levels after meals.	1
0	To determine whether dextromethorphan produces these characteristic lesions, @DRUG$ was administered orally either @DRUG$ a single dose of 120mg/kg to female rats, or daily for 30 days at doses of 5-400 mg/(kg day) to male rats and 5-120mg/(kg day) to female rats.	To square up whether dextromethorphan produces these device characteristic lesions , @DRUG$ was administered by word of mouth either @DRUG$ a single pane of 120mg / kg to distaff rats , or daily for 30 days at doses of 5-400 mg / ( kg day ) to male rats and 5- 120mg / ( kg day ) to distaff rats .	To determine whether dextromethorphan produces these ) lesions 5- @DRUG$ was administered orally either @DRUG$ a single dose of female / kg to 120mg rats , or of for 30 days at doses daily 5-400 mg / , kg day ) to male rats and ( 120mg / ( kg day characteristic to female rats .	To determine whether dextromethorphan produces these characteristic lesions , @DRUG$ was administered orally either @DRUG$ a single dose of 120mg / kg to , or daily for 30 days at doses of 5-400 mg / ( day ) to male rats and 5- 120mg / ( day ) to female rats .	Dextromethorphan produces characteristic lesions when it is administered orally. The dose that is necessary to produce these lesions varies depending on the sex of the rat and the length of time the drug is administered.	1
0	Only @DRUG$ (MPPP) and 1-[2-phenylethyl]-4-phenyl-4-acetoxypiperidine (PEPAP) interacted significantly (@DRUG$ 1.6 microM and 0.3 microM, respectively).	Only @DRUG$ ( MPPP ) and 1-[ 2-phenylethyl] -4-phenyl-4-acetoxypiperidine ( PEPAP ) interacted importantly ( @DRUG$ 1.6 microM and 0.3 microM , severally ) .	Only @DRUG$ ( and ) MPPP 1-[ 2-phenylethyl] -4-phenyl-4-acetoxypiperidine 0.3 PEPAP ) interacted significantly ( @DRUG$ 1.6 microM and ( microM , respectively ) .	Only @DRUG$ ( MPPP ) and 1-[ 2-phenylethyl] -4-phenyl-4-acetoxypiperidine ( PEPAP ) interacted significantly ( @DRUG$ 1.6 microM and 0.3 microM , respectively ) .	Only @DRUG$ ( MPPP ) and 1-[ 2-phenylethyl] -4-phenyl-4-acetoxypiperidine ( PEPAP ) interacted significantly ( @DRUG$ 1.6 microM and 0.3 microM , respectively ) ."This	0
0	The model solvents for saturated and unsaturated lipids were cyclohexane and cyclohexene, whereas methanol and 2-propanol were used @DRUG$ models for primary and secondary @DRUG$ moieties of lipids.	The model dissolver for saturated and unsaturated lipide were cyclohexane and cyclohexene , whereas methanol and 2 - propyl alcohol were used @DRUG$ models for primary and secondary @DRUG$ moieties of lipide .	The model solvents for , and unsaturated lipids were cyclohexene and cyclohexane saturated whereas methanol and 2 - secondary were used @DRUG$ models for primary and propanol @DRUG$ moieties of lipids .	The model solvents for and unsaturated lipids were cyclohexane and cyclohexene , whereas and 2 - propanol were used @DRUG$ models for primary secondary @DRUG$ moieties of lipids .	The model solvents for saturated and unsaturated lipids were cyclohexane and cyclohexene , whereas methanol and 2 - propanol were used @DRUG$ models for primary and secondary @DRUG$ moieties of lipids ."In other words, the model sol	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, @DRUG$, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, @DRUG$, tolfenamic acid, and tolmetin in urine samples.	This method acting allowed the detection of therapeutic concentrations of acemetacin , panadol ( paracetamol ) , acetylsalicylic bitter , diclofenac , @DRUG$ , lodine , fenbufen , nalfon , flufenamic bitter , flurbiprofen , ibuprofen , indometacin , kebuzone , orudis kt , lonazolac , meclofenamic bitter , mefenamic bitter , mofebutazone , naproxen , niflumic bitter , phenylbutazone , suxibuzone , @DRUG$ , tolfenamic bitter , and tolmetin in weewee samples .	This method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen , paracetamol acetylsalicylic , naproxen , , diclofenac ( @DRUG$ acid etodolac , fenbufen , fenoprofen , flufenamic mofebutazone , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic , , acid , ) acid niflumic acid , phenylbutazone , suxibuzone , @DRUG$ , tolfenamic acid , and tolmetin in urine samples .	This method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol acetylsalicylic acid , diclofenac @DRUG$ , etodolac fenbufen , fenoprofen , flufenamic acid , , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , , niflumic acid , phenylbutazone , suxibuzone , @DRUG$ , tolfenamic acid , tolmetin in urine .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, @DRUG$, etodolac, fenbufen, fenoprofen, flufen	1
0	Furthermore, recommended atazanavir regimens were no less effective than, and generally as well tolerated as, other HAART regimens in these patients, including regimens containing @DRUG$-formulated lopinavir/@DRUG$.	Furthermore , urge atazanavir regimen were no less effective than , and generally as well tolerated as , other HAART regimen in these affected role , including regimen containing @DRUG$ - formulated lopinavir / @DRUG$ .	including , recommended atazanavir regimens were and less effective than well no generally as , tolerated as , other HAART regimens in these patients , Furthermore regimens containing @DRUG$ - formulated lopinavir / @DRUG$ .	Furthermore , recommended atazanavir were no less effective than and generally as well tolerated as , other regimens in these patients , including regimens containing @DRUG$ - formulated lopinavir / @DRUG$ .	Atazanavir regimens were just as effective as, and just as well tolerated as, other HAART regimens in these patients, including regimens containing lopinavir/ritonavir.	1
0	Hypnotics such @DRUG$ temazepam, @DRUG$, or zaleplon can mitigate the fatigue associated with insufficient or disturbed sleep.	hypnotic such @DRUG$ temazepam , @DRUG$ , or zaleplon can mitigate the fatigue associated with insufficient or crazy sleep .	insufficient such @DRUG$ temazepam , @DRUG$ , Hypnotics zaleplon can mitigate the fatigue associated with or or disturbed sleep .	Hypnotics such @DRUG$ temazepam , @DRUG$ or zaleplon can fatigue associated insufficient or disturbed sleep .	Hypnotics such as @DRUG$ can mitigate the fatigue associated with insufficient or disturbed sleep.	1
0	Alpha-DHA-G was formed in incubations of DHA with expressed UGT1A9 (@DRUG$(m) 32 microM, V(max) 8.9 pmol min(-1) mg(-1)) or UGT2B7 (K(@DRUG$) 438 microM, V(max) 10.9 pmol mg(-1) min(-1)) but not with UGT1A1 or UGT1A6.	Alpha-DHA -G was constitute in incubation of DHA with verbalized UGT1A9 ( @DRUG$ ( metre ) 32 microM , V ( max ) 8.9 pmol min ( - ane ) milligram ( - ane ) ) or UGT2B7 ( K( @DRUG$ ) 438 microM , V ( max ) 10.9 pmol milligram ( - ane ) min ( - ane ) ) but not with UGT1A1 or UGT1A6 .	max -G ) formed in incubations V DHA with expressed UGT1A9 ( @DRUG$ ( m ) 32 microM , V or max ) 8.9 UGT1A6 min ( - 1 was ) ( - 1 mg ) ( UGT2B7 ( K( @DRUG$ ) 438 microM , of ( Alpha-DHA ) 10.9 pmol mg ( - 1 ) min ( - 1 ) ) but not with UGT1A1 or pmol .	Alpha-DHA -G was in incubations of DHA with expressed UGT1A9 ( @DRUG$ ( m ) microM , V ( max ) 8.9 pmol min ( 1 ) mg ( - 1 ) ) or UGT2B7 ( K( @DRUG$ ) 438 microM , V ( ) 10.9 pmol mg ( - 1 ) min ( - ) with UGT1A1 or UGT1A6 .	Alpha-DHA -G was formed in incubations of DHA with expressed UGT1A9 ( @DRUG$ ( m ) 32 microM , V ( max ) 8.9 pmol min ( - 1 ) mg ( - 1 ) ) or UGT2B7 ( K	1
0	Neither @DRUG$ nor its major metabolite (4-butoxyphenyl @DRUG$) could be detected in concentrations above 0.2 micrograms/ml and 0.5 micrograms/ml, respectively.	Neither @DRUG$ nor its major metabolite ( quaternion - butoxyphenyl @DRUG$ ) could be detected in concentrations above 0.2 micrograms / mil and 0.5 micrograms / mil , severally .	Neither @DRUG$ be its and metabolite ( 4 - butoxyphenyl @DRUG$ ) could nor detected in concentrations major 0.2 micrograms / ml above 0.5 micrograms / ml , respectively .	Neither @DRUG$ nor its major metabolite ( 4 - butoxyphenyl @DRUG$ ) could be detected in concentrations above 0.2 / ml and 0.5 micrograms / ml , respectively .	Neither @DRUG$ nor its major metabolite ( 4 - butoxyphenyl @DRUG$ ) could be detected in concentrations above 0.2 micrograms / ml and 0.5 micrograms / ml , respectively .	0
0	59Fe absorption from the novel iron compound, ferric maltol, was studied in rats pretreated twice daily for two weeks with non-radioactive @DRUG$ in oral doses containing 7 mg elemental @DRUG$.	59Fe absorption from the fresh atomic number  compound , ferrous maltol , was studied in rats pretreated twice daily for two weeks with non-radioactive @DRUG$ in oral doses containing 7 mg elemental @DRUG$ .	twice pretreated from the novel iron compound , ferric maltol , was studied in rats absorption 59Fe daily oral two weeks with non-radioactive @DRUG$ in for doses containing 7 mg elemental @DRUG$ .	59Fe absorption from the novel iron compound , maltol , studied in rats pretreated twice daily for two weeks with non-radioactive @DRUG$ in oral doses containing 7 mg elemental @DRUG$ .	The absorption of 59Fe from the novel iron compound, ferric maltol, was studied in rats pretreated twice daily for two weeks with non-radioactive @DRUG$ in oral doses containing 7 mg elemental @DRUG$.	0
0	TAS-102 is an oral combination therapy consisting of @DRUG$ (FTD), a thymidine-based nucleoside analog, plus @DRUG$ hydrochloride (TPI), a novel thymidine phosphorylase inhibitor that improves the bioavailability of FTD.	TAS - 102 is an unwritten combining therapy consisting of @DRUG$ ( FTD ) , a deoxythymidine - ground nucleoside analog , plus @DRUG$ hydrochloride ( TPI ) , a novel deoxythymidine phosphorylase inhibitor that improves the bioavailability of FTD .	TAS - a is an oral combination therapy ) of @DRUG$ - FTD consisting , 102 thymidine ( based nucleoside analog , plus @DRUG$ hydrochloride ( TPI ) , a novel thymidine phosphorylase inhibitor that improves the bioavailability FTD of .	- 102 is an oral combination therapy consisting of @DRUG$ ( FTD ) , a thymidine - based nucleoside analog , plus @DRUG$ hydrochloride ( TPI ) , a novel thymidine phosphorylase inhibitor that improves the bioavailability of	@DRUG$ is a combination of FTD (a thymidine-based nucleoside analog) and TPI (a novel thymidine phosphorylase inhibitor that improves the bioavailability of FTD).	1
0	INTRODUCTION: The current treatment for hepatitis C virus (HCV) genotype 1 chronic infection is the addition of direct-acting antivirals (DAAs) with a protease inhibitor (telaprevir or @DRUG$) to the pegylated interferon (PEG-IFN) and @DRUG$ (RBV) regimen.	INTRODUCTION : The current discussion for hepatitis C virus ( HCV ) genetic constitution 1 chronic infection is the summation of direct-acting antiviral drug ( DAAs ) with a protease inhibitor ( telaprevir or @DRUG$ ) to the pegylated interferon ( nail - IFN ) and @DRUG$ ( RBV ) regimen .	INTRODUCTION : The current treatment for hepatitis C virus ( the ) RBV 1 chronic infection is HCV addition of direct-acting antivirals ( DAAs ) with ) IFN inhibitor ( telaprevir or @DRUG$ ) to the protease interferon ( PEG - pegylated a and @DRUG$ ( genotype ) regimen .	INTRODUCTION : The current treatment hepatitis C virus ( HCV ) genotype 1 chronic infection is the addition of direct-acting antivirals ( DAAs with a protease inhibitor ( telaprevir or @DRUG$ ) to the pegylated interferon ( PEG - IFN and @DRUG$ ( RBV ) regimen .	The current treatment for hepatitis C virus ( HCV ) genotype 1 chronic infection is the addition of direct-acting antivirals ( DAAs ) with a protease inhibitor ( telaprevir or @DRUG$ ) to the pegylated interferon ( PEG - IFN )	1
0	The interaction of protein S with factor Xa is influenced by cleavage of the thrombin-sensitive loop, whereas C4BP blocks the interaction of @DRUG$ with factor @DRUG$.	The interaction of protein sulphur with factor Xa is influenced by segmentation of the thrombin-sensitive loop , whereas C4BP blocks the interaction of @DRUG$ with factor @DRUG$ .	The interaction of protein S with factor Xa is loop by cleavage of the thrombin-sensitive influenced , of C4BP blocks the interaction whereas @DRUG$ with factor @DRUG$ .	The interaction of protein S with factor is influenced by cleavage of the thrombin-sensitive loop , whereas C4BP blocks the interaction of @DRUG$ with factor @DRUG$ .	The interaction of protein S with factor Xa is influenced by cleavage of the thrombin-sensitive loop , whereas C4BP blocks the interaction of @DRUG$ with factor @DRUG$ ."Protein S binds to factor Xa, which is then cleaved by thrombin	0
0	There is also some concern for drug interactions with hepatically cleared medications, such @DRUG$ @DRUG$.	There is also some concern for drug fundamental interaction with hepatically cleared medications , such @DRUG$ @DRUG$ .	There is also , concern for drug interactions with hepatically cleared medications some such @DRUG$ @DRUG$ .	There is also some concern for drug with hepatically cleared medications , such @DRUG$ @DRUG$ .	There is some concern that drugs which are cleared by the liver, such as @DRUG$, may interact with @DRUG$.	0
0	DATA SOURCES: A MEDLINE search was conducted for English-language human studies published between January 1980 and April 2012 using the terms l-LV, @DRUG$, d,l-LV, @DRUG$, folinic acid, folinate, 5-formyltetrahydrofolate, folic acid, folates, methotrexate, 5-fluorouracil, and clinical trials.	DATA SOURCES : angstrom unit MEDLINE search was transmit for English - language human studies published between January 1980 and April 2012 using the terms l-LV , @DRUG$ , d,l- fifty five , @DRUG$ , folinic acid , folinate , 5 - formyltetrahydrofolate , folic acid , folacin , amethopterin , 5 - fluorouracil , and clinical trials .	DATA , : A MEDLINE search was conducted , English - language human studies published between , 1980 and fluorouracil 2012 using SOURCES terms l-LV for @DRUG$ , d,l- LV , @DRUG$ , folinic acid , folinate January 5 - formyltetrahydrofolate , folic acid , folates , methotrexate , 5 - April the and clinical trials .	DATA SOURCES : A MEDLINE search was conducted for English - language human studies published January 1980 and April 2012 using the terms l-LV @DRUG$ , d,l- LV @DRUG$ , acid folinate , 5 - formyltetrahydrofolate folic acid folates , methotrexate , 5 - fluorouracil , and clinical trials .	The relationship between @DRUG$ and @DRUG$ can be described as a correlation between the two variables.	0
0	In contrast, vacuolation has not yet been demonstrated with agents acting at the glycine (L-687,414) or polyamine (@DRUG$) modulatory sites of the @DRUG$ receptor complex suggesting that agents acting at these sites may have a greater potential therapeutic window.	In counterpoint , vacuolation has not in time been demonstrated with broker acting at the glycine ( L-687,414 ) or polyamine ( @DRUG$ ) modulatory sites of the @DRUG$ receptor complex suggesting that broker acting at these sites may have a greater potential therapeutic windowpane .	In contrast , has have not yet been demonstrated these agents acting at the glycine ( L-687,414 ) or potential ( @DRUG$ ) modulatory sites of the @DRUG$ receptor complex suggesting that agents acting at with sites may vacuolation a greater polyamine therapeutic window .	contrast , vacuolation not yet been demonstrated with agents acting at the glycine ( L-687,414 ) or polyamine ( @DRUG$ ) modulatory sites of the @DRUG$ complex suggesting that agents acting at these sites may have greater potential therapeutic window .	agents acting at these sites [@DRUG$ and @DRUG$] may have a greater potential therapeutic window," meaning that they may be more effective at treating diseases than other drugs.	0
0	Abaloparatide or teriparatide showed similar increases in BMD at lumbar spine, while the patients of the @DRUG$ group showed significantly greater increases in BMD at both total @DRUG$ (4.18 vs 3.26%) and femoral neck (3.60 vs 2.66%).	Abaloparatide or teriparatide showed interchangeable addition in BMD at lumbar rachis , while the patients of the @DRUG$ group showed significantly greater addition in BMD at both total @DRUG$ ( 4.18 v 3.26 % ) and femoral neck ( 3.60 v 2.66 % ) .	Abaloparatide greater teriparatide showed 4.18 the in ) at lumbar spine , while increases patients of the @DRUG$ group showed significantly or increases in BMD at both total @DRUG$ ( similar vs 3.26 % ) and femoral neck ( 3.60 vs 2.66 % BMD .	Abaloparatide or teriparatide showed similar increases in BMD at lumbar spine , while the patients of the @DRUG$ group showed significantly greater in at both total @DRUG$ ( 4.18 vs 3.26 % ) and femoral neck ( 3.60 vs 2.66 % ) .	Abaloparatide or teriparatide showed similar increases in BMD at lumbar spine, while the patients of the @DRUG$ group showed significantly greater increases in BMD at both total @DRUG$ (4.18 vs 3.26%) and femoral neck (3.	0
0	The LOD was approximately 1 @DRUG$ mL(-1), which is suitable for detecting imidacloprid in @DRUG$ according to the guidelines established in North America and Europe.	The LOD was approximately  @DRUG$ mL ( -  ) , which is suitable for detecting imidacloprid in @DRUG$ according to the guidelines show in North us and Europe .	The LOD was the 1 @DRUG$ mL ( - 1 ) , which is suitable in detecting imidacloprid in @DRUG$ according to approximately for established guidelines North America and Europe .	The LOD was approximately 1 @DRUG$ mL ( - 1 ) , which suitable for detecting imidacloprid @DRUG$ according to the guidelines established in America and Europe .	The LOD was approximately 1 @DRUG$ mL (-1), which is suitable for detecting imidacloprid in @DRUG$ according to the guidelines established in North America and Europe."This means that for every 1 mL of DRUGA, there is approximately 1 mL of DRU	0
0	A 10-day treatment regime with a subcutaneous ear implant containing 3 mg of norgestomet, accompanied by an intramuscular injection of 1.5 @DRUG$ @DRUG$ and 0.5 mg estradiol valerate (EV) on day 1 and 750 I. U. pregnant mares serum gonadotropin (PMSG) given intravenously on day 10, proved effective in eliciting estrus in 72% of 110 anestrous ewes within 5 days of treatment.	A 10 - day treatment regime with a subcutaneous ear implant containing 3 milligram of norgestomet , accompanied by an intramuscular injection of 1.5 @DRUG$ @DRUG$ and 0.5 milligram oestradiol valerate ( EV ) on day 1 and 750 ace . U. pregnant mares serum gonadotropin ( PMSG ) given intravenously on day 10 , shew effective in eliciting estrus in 72 % of 110 anestric ewes within fivesome mean solar day of treatment .	A 10 - day treatment norgestomet with a subcutaneous ear 72 containing 3 mg of 10 , accompanied by an intramuscular injection of 1.5 @DRUG$ @DRUG$ and 0.5 mg estradiol valerate ( EV ) on day 1 and 750 I . U. pregnant mares serum , ( PMSG ) given intravenously on day regime gonadotropin proved effective treatment eliciting 110 in implant % of estrus anestrous days within 5 ewes of in .	A 10 - day treatment regime with a subcutaneous ear implant containing mg of norgestomet , accompanied by an intramuscular injection of 1.5 @DRUG$ @DRUG$ and 0.5 mg valerate ( EV on day 1 and 750 I . U. pregnant mares serum gonadotropin ( PMSG ) given intravenously on day 10 , effective in eliciting estrus in 72 % of anestrous ewes within 5 days of treatment .	A 10 - day treatment regime with a subcutaneous ear implant containing 3 mg of norgestomet , accompanied by an intramuscular injection of 1.5 @DRUG$ @DRUG$ and 0.5 mg estradiol valerate ( EV ) on day 1 and 750 I .	0
0	OBJECTIVE: To review the clinical microbiology and therapeutic use of dirithromycin, emphasizing comparative data between @DRUG$ and the standard macrolide erythromycin, as well @DRUG$ clarithromycin and azithromycin.	OBJECTIVE : To review the clinical microbiology and therapeutic utilization of dirithromycin , emphasizing comparative data point between @DRUG$ and the stock macrolide erythromycin , as well @DRUG$ clarithromycin and azithromycin .	OBJECTIVE of To review dirithromycin clinical microbiology between therapeutic use : the , emphasizing comparative data and @DRUG$ and the standard macrolide erythromycin , as well @DRUG$ clarithromycin and azithromycin .	OBJECTIVE : To clinical microbiology and therapeutic use of dirithromycin , emphasizing comparative data between @DRUG$ and the macrolide erythromycin , as well @DRUG$ clarithromycin and azithromycin .	Dirithromycin is a clinical microbiology and therapeutic use of erythromycin, emphasizing comparative data between @DRUG$ and the standard macrolide clarithromycin and azithromycin.	1
0	Quinupramine decreased the duration of immobility in low doses without affecting locomotor activity, and this effect was almost the same @DRUG$ that of @DRUG$ and amitriptyline and more potent than that of maprotiline.	Quinupramine minify the continuance of immobility in low doses without affect locomotor activity , and this effect was almost the same @DRUG$ that of @DRUG$ and amitriptyline and more potent than that of maprotiline .	Quinupramine decreased the duration of immobility in low doses without affecting locomotor activity , of that effect was almost the same @DRUG$ that and @DRUG$ and amitriptyline and more potent than this of maprotiline .	Quinupramine decreased the duration of immobility in doses without affecting locomotor activity , and this effect was almost the same @DRUG$ that of @DRUG$ and amitriptyline and more potent than that of maprotiline .	Quinupramine decreased the duration of immobility in low doses without affecting locomotor activity , and this effect was almost the same as that of amitriptyline and more potent than that of maprotiline .	1
0	Another phase I study of @DRUG$ 200-1,000 @DRUG$/day in combination with docetaxel 35 mg/m2/week for 4-6 weeks performed in 15 patients with advanced refractory metastatic breast cancer showed no serious drug-related adverse effects.	Another phase I study of @DRUG$ 200-1,000 @DRUG$ / twenty four hours in combination with docetaxel 35 mg / m2 / week for 4 - 6 weeks do in 15 patients with shape up refractory metastatic breast genus cancer showed no serious drug-related adverse effects .	Another phase I study of @DRUG$ 200-1,000 @DRUG$ breast day in combination with docetaxel 35 mg / m2 / week for 4 - 6 weeks performed 15 in effects with adverse refractory metastatic / cancer showed no serious drug-related advanced patients .	Another phase I study of @DRUG$ 200-1,000 @DRUG$ / day in combination with docetaxel 35 mg / m2 week 4 - 6 performed in 15 patients with advanced refractory metastatic breast cancer showed serious drug-related adverse effects .	@DRUG$ is safe to use in combination with @DRUG$.	0
0	In prostate or pancreatic tumor-bearing mice, combination of LErafAON (i.v., 25 @DRUG$/kg/dose, x10/13) with docetaxel (Taxotere) (i.v., 5, 7.5 or 10 mg/kg/dose, x2/4) led to tumor regression or enhanced growth inhibition as compared with single agents (@DRUG$-3: LErafAON+Taxotere versus Taxotere, p<0.02, n=7; Aspc-1: LErafAON+Taxotere versus Taxotere, p<0.03, n=5; Colo 357: LErafAON+Taxotere versus Taxotere, p<0.04, n=7).	inwards prostatic or pancreatic tumor-bearing mice , combination of LErafAON ( i.v. , 25 @DRUG$ / kg/ venuss curse , x10/13 ) with docetaxel ( Taxotere ) ( i.v. , fin , 7.5 or 10 magnesium / kilo / venuss curse , x2/4 ) led to tumour regression or enhanced development forbiddance as compared with single agents ( @DRUG$ -3 : LErafAON + Taxotere versus Taxotere , p<0.02 , n=7 ; Aspc -1 : LErafAON + Taxotere versus Taxotere , p<0.03 , n=5 ; Colo 357 : LErafAON + Taxotere versus Taxotere , p<0.04 , n=7 ) .	In prostate ) pancreatic LErafAON mice , combination of LErafAON n=7 i.v. , versus @DRUG$ / kg/ dose , x10/13 ) with docetaxel ( Taxotere ) ( i.v. , ; growth 7.5 or 10 mg ( kg / dose , x2/4 ) led single tumor regression or enhanced , inhibition as compared with to agents / @DRUG$ -3 : LErafAON + Taxotere versus Taxotere , p<0.02 , n=7 ; Aspc -1 : LErafAON + Taxotere 25 Taxotere , p<0.03 , n=5 5 Colo 357 , tumor-bearing + Taxotere versus Taxotere : p<0.04 , ( or .	In prostate or pancreatic tumor-bearing mice , combination LErafAON ( i.v. , 25 @DRUG$ kg/ dose , x10/13 ) docetaxel ( Taxotere ) ( i.v. 5 , 7.5 or 10 mg / kg / dose , x2/4 ) led to tumor regression or enhanced growth inhibition as compared with single agents ( @DRUG$ : LErafAON + Taxotere versus Taxotere , p<0.02 , ; Aspc : LErafAON + Taxotere versus Taxotere , p<0.03 , n=5 Colo 357 : LErafAON + Taxotere Taxotere , p<0.04 , n=7 ) .	In prostate or pancreatic tumor-bearing mice, combination of LErafAON (i.v., 25 @DRUG$/kg/dose, x10/13) with docetaxel (Taxotere) (i.v., 5, 7.5 or 10 mg/kg	1
0	However, this is occurring increasingly for the new AEDs (brivaracetam, @DRUG$ acetate, felbamate, gabapentin, lacosamide, lamotrigine, levetiracetam, oxcarbazepine, perampanel, @DRUG$, pregabalin, rufinamide, stiripentol, sulthiame, tiagabine, topiramate, vigabatrin, and zonisamide).	even so , this is occur more and more for the novel AEDs ( brivaracetam , @DRUG$ acetate , felbamate , neurontin , lacosamide , lamotrigine , levetiracetam , oxcarbazepine , perampanel , @DRUG$ , pregabalin , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , vigabatrin , and zonisamide ) .	, , this is occurring increasingly for the new AEDs ( brivaracetam , @DRUG$ acetate , topiramate , gabapentin , lacosamide , However , levetiracetam , oxcarbazepine , ) , @DRUG$ , pregabalin , rufinamide , stiripentol lamotrigine sulthiame , tiagabine , felbamate perampanel vigabatrin , and zonisamide , .	However , this is occurring increasingly for the new AEDs brivaracetam , @DRUG$ acetate , felbamate , gabapentin , lacosamide , lamotrigine , levetiracetam , oxcarbazepine , perampanel , @DRUG$ , pregabalin , , stiripentol , sulthiame , tiagabine , topiramate , vigabatrin , zonisamide ) .	However, this is occurring increasingly for the new AEDs (brivaracetam, @DRUG$ acetate, felbamate, gabapentin, lacosamide, lamotrigine, levetiracetam, oxcarbazepine, perampanel,	1
0	Isavuconazonium @DRUG$ (Cresemba; Astellas Pharma Inc.), a water-soluble prodrug of the triazole antifungal agent @DRUG$, is available for the treatment of invasive aspergillosis (IA) and invasive mucormycosis.	Isavuconazonium @DRUG$ ( Cresemba ; Astellas Pharma Inc. ) , a piss - soluble prodrug of the triazole antifungal agent @DRUG$ , is available for the treatment of incursive aspergillosis ( ia ) and incursive mucormycosis .	Isavuconazonium @DRUG$ ( Cresemba ; Astellas Pharma Inc. ) , is water - treatment prodrug of the triazole antifungal agent @DRUG$ , a available for the soluble mucormycosis invasive aspergillosis ( IA ) and invasive of .	Isavuconazonium @DRUG$ ( Cresemba ; Astellas Pharma Inc. ) , a water - prodrug of the triazole antifungal agent @DRUG$ , is available for the treatment of aspergillosis ( IA and mucormycosis	@DRUG$ is a water-soluble prodrug of the triazole antifungal agent @DRUG$. DRUGA is available for the treatment of invasive aspergillosis (IA) and invasive mucormycosis.	0
0	@DRUG$ is a @DRUG$-insoluble Fe compound used to fortify infant cereals and chocolate-drink powders as it causes no organoleptic changes to the food vehicle.	@DRUG$ is a @DRUG$ - insoluble atomic number  compound used to fortify baby cereals and chocolate - drink powders as it causes no organoleptic changes to the food vehicle .	@DRUG$ is a @DRUG$ - insoluble Fe it - to fortify infant cereals and chocolate used drink powders as compound causes no organoleptic changes to the food vehicle .	@DRUG$ is a @DRUG$ insoluble Fe compound used to fortify infant cereals and chocolate - drink powders as it causes no organoleptic to the food vehicle .	@DRUG$ is a @DRUG$ - an insoluble Fe compound used to fortify infant cereals and chocolate - drink powders as it causes no organoleptic changes to the food vehicle .	0
1	@DRUG$ peak plasma concentrations of 24.0 and 40.6 ng/mL are reached 3-8 hours after long-term oral administration of a 5 or 10 @DRUG$ solifenacin dose, respectively.	@DRUG$ peak plasma concentrations of 24.0 and 40.6 nanogram / cubic centimetre are reached 3 - 8 hours after long-term oral administration of a 5 or 10 @DRUG$ solifenacin dose , severally .	@DRUG$ or plasma concentrations of 24.0 mL 40.6 ng / of are reached 3 - 8 hours after long-term oral administration and a 5 peak 10 @DRUG$ solifenacin dose , respectively .	@DRUG$ peak plasma concentrations of 24.0 and 40.6 ng / are reached 3 - 8 hours after long-term oral administration of a 5 or @DRUG$ solifenacin dose , respectively .	The peak plasma concentrations of @DRUG$ are reached 3 - 8 hours after long-term oral administration of a 5 or 10 @DRUG$ solifenacin dose, respectively.	0
1	@DRUG$ is an inhibitor of xanthine oxidoreductase (XOR) and inhibits the generation of @DRUG$ (UA) as the final product of purine catabolism, as well as the resulting generation of superoxide (O2(-)), in humans.	@DRUG$ is an inhibitor of xanthine oxidoreductase ( XOR ) and inhibits the generation of @DRUG$ ( UA ) as the final exam product of purine destructive metabolism , as well as the ensue generation of superoxide anion ( O2 ( - ) ) , in humans .	@DRUG$ is an inhibitor of ) oxidoreductase ( XOR ) and inhibits the generation of @DRUG$ ( UA ) as the final product well purine catabolism , O2 ( as the resulting generation of superoxide ( as of - xanthine ) , in humans .	@DRUG$ is an inhibitor of xanthine oxidoreductase ( XOR and inhibits the generation of @DRUG$ ( UA ) as the final product of purine catabolism , as well as the resulting generation of superoxide ( O2 ( - ) ) , in humans .	@DRUG$ inhibits the production of @DRUG$, as well as the production of superoxide, in humans.	0
0	Both tests are applicable to a very large variety of honeys from different floral and geographical origins (@DRUG$, lavender, scrub, heath, alder, forest, lemon, acacia, chestnut, raspberry, mountain and flowers) @DRUG$ well as honey of different colours (from blank honey to brown honey, including yellow and orange honey).	Both test are applicable to a very large variety of honeys from different flowered and geographical origins ( @DRUG$ , lavender , scrub , heathland , alder tree , forest , lemon , acacia , chestnut tree , raspberry , mountain and flowers ) @DRUG$ advantageously as honey of different colours ( from blank honey to brown honey , including yellow and orange honey ) .	Both tests are applicable , a very honey variety of different from honeys floral and geographical heath ( @DRUG$ , lavender to scrub , origins , alder , forest , lemon , well , chestnut , different , mountain and flowers ) @DRUG$ acacia as honey of raspberry colours ( from blank honey to brown honey , including yellow and orange large ) .	Both tests are to a very large variety of honeys from different floral and geographical origins @DRUG$ , lavender , scrub , heath , alder forest , lemon , acacia , chestnut , raspberry , mountain flowers ) @DRUG$ well as honey of colours ( from blank honey to brown honey , including yellow and orange honey ) .	Both tests are applicable to a very large variety of honeys from different floral and geographical origins, as well as honey of different colours.	1
0	More recently, attention has been focused on other fermentable substrates such @DRUG$ @DRUG$ and oligo- or polysaccharides, for their potential prebiotic and health effects.	More recently , attention has been focused on other fermentable substrate such @DRUG$ @DRUG$ and oligo - or polysaccharides , for their potency prebiotic and health effects .	More recently , attention has oligo focused on - fermentable substrates such @DRUG$ @DRUG$ and been other or polysaccharides , for their potential prebiotic and health effects .	More , attention has been focused on other fermentable substrates such @DRUG$ @DRUG$ and oligo - or polysaccharides for their potential prebiotic and health effects .	More recently, attention has been focused on other fermentable substrates such as oligo- or polysaccharides, for their potential prebiotic and health effects.	1
0	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals and explosives (reserpine, roxithromycin, propazine, prochloraz, spinosad, ampicillin, dicloxacillin, enrofloxacin, @DRUG$, oxytetracycline, erythromycin, spinosad, cyclo-1,3,5,7-tetramethylene tetranitrate (HMX), and cyclo-1,3,5-@DRUG$ trinitramine (RDX)).	antiophthalmic factor wide variety of multiclass species with low vapor coerce were tried including pesticides , pharmaceutic and explosive ( reserpine , roxithromycin , propazine , prochloraz , spinosad , ampicillin , dicloxacillin , enrofloxacin , @DRUG$ , oxytetracycline , ethril , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - @DRUG$ trinitramine ( RDX ) ) .	A wide variety of multiclass oxytetracycline ampicillin , vapor pressure including tested were pesticides low pharmaceuticals ) explosives ( reserpine , roxithromycin , propazine , prochloraz , ( , with , dicloxacillin , enrofloxacin , @DRUG$ , species , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate spinosad HMX ) , and cyclo - 1,3,5 - @DRUG$ trinitramine ( RDX ) and .	A wide variety of species with low vapor pressure were tested including pesticides , pharmaceuticals and explosives ( reserpine , roxithromycin , propazine , prochloraz spinosad , ampicillin , dicloxacillin , enrofloxacin , @DRUG$ , , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - @DRUG$ trinitramine ( RDX ) ) .	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals, and explosives (reserpine, roxithromycin, propazine, prochloraz, spinosad, ampicillin, dicloxacillin, enrofloxacin	1
0	@DRUG$ was used @DRUG$ internal standard and limits of quantification for DHEC and 8'-OH-DHEC were 10 pg/ml and 20 pg/ml, respectively.	@DRUG$ was used @DRUG$ internal standard and limits of quantification for DHEC and eighter '- OH - DHEC were ten pg /ml and 20 pg /ml , respectively .	@DRUG$ was used @DRUG$ internal standard and limits of quantification for and DHEC , '- OH - DHEC were 10 pg /ml and 20 pg /ml 8 respectively .	@DRUG$ was used @DRUG$ internal standard and limits of quantification for DHEC and 8 '- - DHEC were pg /ml and 20 , respectively .	@DRUG$ was used as an internal standard for DHEC and 8 '- OH - DHEC, and the limits of quantification for both were 10 pg /ml and 20 pg /ml, respectively.	1
0	For step 2, dose 1 was atenolol, 25 mg/@DRUG$, or matching placebo; dose 2 was 50 @DRUG$/d.	For step 2 , dose one was atenolol , 25 mg / @DRUG$ , or matching placebo ; dose 2 was l @DRUG$ /d .	For step 2 , dose 1 was atenolol 50 25 mg / @DRUG$ , or matching placebo 2 dose ; was , @DRUG$ /d .	step 2 , dose was atenolol , 25 mg / @DRUG$ , or matching placebo 2 was 50 @DRUG$ /d	For step 2, dose 1 was atenolol, 25 mg/@DRUG$, or matching placebo; dose 2 was 50 @DRUG$/d."In other words, if you are taking DRUGA, your dose of DRUGB will be 50 mg/day.	0
0	Blood pressure (BP) and glucose, @DRUG$ (Cr), blood urea nitrogen (BUN), superoxide dismutase (SOD), malondialdehyde (@DRUG$) microalbumin and urinary protein concentrations were measured.	Blood pressure ( BP ) and glucose , @DRUG$ ( Cr ) , descent urea nitrogen ( roll ) , superoxide dismutase ( SOD ) , malondialdehyde ( @DRUG$ ) microalbumin and urinary protein denseness were measured .	superoxide pressure ( BP ) and glucose , @DRUG$ ( protein ) , blood urea microalbumin ( BUN ) , Blood dismutase ( SOD ) , malondialdehyde ( @DRUG$ ) nitrogen and urinary Cr concentrations were measured .	Blood pressure ( BP and glucose , @DRUG$ ( Cr ) , blood urea nitrogen ( ) , superoxide dismutase ( SOD ) , malondialdehyde ( @DRUG$ ) microalbumin and urinary protein concentrations were measured .	The blood pressure and glucose levels were found to be significantly higher in the group receiving @DRUG$ than in the group receiving @DRUG$ .	0
0	Based on results of randomized clinical trials, palbociclib was granted accelerated approval by the US Food and Drug Administration (FDA) for use in combination with @DRUG$ @DRUG$ initial endocrine-based therapy for metastatic disease in postmenopausal women with HR-positive, HER2-negative breast cancer, and was approved for use in combination with fulvestrant in women with HR-positive, HER2-negative advanced breast cancer with disease progression following endocrine therapy.	Based on termination of randomized clinical trials , palbociclib was granted accelerated approval by the US nutrient and Drug governance ( fda ) for use in compounding with @DRUG$ @DRUG$ initial endocrine gland - based therapy for metastatic disease in postmenopausal women with HR - plus , HER2 - disconfirming breast cancer , and was approved for use in compounding with fulvestrant in women with HR - plus , HER2 - disconfirming advanced breast cancer with disease progression following endocrine gland therapy .	- on results of randomized clinical trials the palbociclib was granted accelerated approval by , US Food and ) advanced initial FDA Drug for use in combination with @DRUG$ @DRUG$ ( endocrine - based therapy for disease disease in postmenopausal women with HR Based positive , HER2 - negative breast and , cancer was approved for use in combination with fulvestrant in women with HR - positive , HER2 - negative Administration breast cancer progression metastatic with following endocrine therapy .	Based results of randomized clinical , palbociclib was accelerated approval by the US Food and Drug Administration ( FDA for use in combination with @DRUG$ @DRUG$ endocrine - based therapy for metastatic disease in with - positive , HER2 - negative breast cancer , and was approved for use in combination with in women with HR - positive , - negative breast cancer with disease progression following endocrine therapy .	Palbociclib was found to be effective when used in combination with other drugs, such as endocrine therapies, for the treatment of metastatic breast cancer in postmenopausal women.	1
0	Beraprost eliminated increases in proliferation of rat aortic smooth muscle cells (RASMCs) by 12-O-tetradecanoylphorbol 13-acetate, and enhanced the peroxisome proliferator-activated receptor-delta (PPARdelta) and inducible nitric oxide synthetase (iNOS) expressions, which were associated with the antiproliferative action of @DRUG$ according to inhibition experiments by [(3)H]@DRUG$ incorporation.	Beraprost eliminated increases in proliferation of rat aortal smooth brawn mobile phone ( RASMCs ) by 12 - O-tetradecanoylphorbol bakers dozen - acetate , and enhanced the peroxisome proliferator -activated receptor-delta ( PPARdelta ) and inducible nitric oxide synthetase ( iNOS ) expressions , which were associated with the antiproliferative action of @DRUG$ according to suppression experiments by [ ( triplet ) H ] @DRUG$ incorporation .	O-tetradecanoylphorbol smooth increases in proliferation of ( proliferator eliminated muscle cells -activated RASMCs ) by 12 - Beraprost 13 - acetate , and enhanced the peroxisome aortic ( receptor-delta ( PPARdelta ) and inducible H oxide synthetase rat iNOS ) expressions , which were associated with the antiproliferative action of @DRUG$ according to inhibition experiments by [ ( 3 ) nitric ] @DRUG$ incorporation .	Beraprost eliminated increases in of rat aortic muscle cells ( RASMCs ) by 12 - O-tetradecanoylphorbol 13 - acetate , and enhanced the proliferator -activated receptor-delta ( PPARdelta and inducible nitric oxide synthetase ( iNOS ) expressions , were associated with the action of @DRUG$ according to inhibition experiments by [ ( 3 ) H ] @DRUG$ incorporation	Beraprost eliminated increases in proliferation of rat aortic smooth muscle cells ( RASMCs ) by 12 - O-tetradecanoylphorbol 13 - acetate , and enhanced the peroxisome proliferator -activated receptor-delta ( PPARdelta	1
0	Oral medications comprise centrally acting agents, such @DRUG$ baclofen, clonidine, and @DRUG$, as well as anticonvulsants such as benzodiazepines and gabapentin and peripherally acting dantrolene.	Oral medications comprise centrally act agents , such @DRUG$ baclofen , clonidine , and @DRUG$ , as well as anticonvulsant such as benzodiazepines and neurontin and peripherally act dantrolene .	Oral medications comprise centrally acting agents , as @DRUG$ baclofen , clonidine , and @DRUG$ , such as well anticonvulsants such as benzodiazepines and gabapentin and peripherally acting dantrolene .	Oral medications comprise acting , such @DRUG$ baclofen , clonidine , and @DRUG$ , as well anticonvulsants such as benzodiazepines and gabapentin and peripherally acting dantrolene .	Oral medications that act centrally (in the brain) include @DRUG$ (baclofen, clonidine, etc.), as well as anticonvulsants such as benzodiazepines and gabapentin. Oral medications that act peripherally (outside the brain) include d	1
0	RESULTS & CONCLUSION: Studies were performed successfully on 1-(S)-[3-hydroxy-2-(phosphonomethoxy) propyl]cytosine (@DRUG$), 9-(S)-[3-hydroxy-2-(phosphonomethoxy)propyl]adenine and some (@DRUG$)-2- (phosphonomethoxy)propyl and 2-(phosphonomethoxy)ethyl derivatives including adefovir.	RESULTS & CONCLUSION : Studies were performed successfully on one -( south ) -[ 3- hydroxy-2 -( phosphonomethoxy ) propyl ] cytosine ( @DRUG$ ) , nine -( south ) -[ 3- hydroxy-2 -( phosphonomethoxy ) propyl ] adenine and some ( @DRUG$ ) - 2 - ( phosphonomethoxy ) propyl and 2 -( phosphonomethoxy ) ethyl radical first derivative let in adefovir .	( & CONCLUSION successfully Studies were performed : on 3- -( S ) -[ 1 hydroxy-2 -( phosphonomethoxy ) propyl ] cytosine ( @DRUG$ ) , RESULTS -( S ) -[ 3- phosphonomethoxy -( hydroxy-2 ) propyl ] adenine and some ( @DRUG$ ) - -( - 9 phosphonomethoxy ) propyl and 2 2 phosphonomethoxy ) ethyl derivatives including adefovir .	RESULTS & CONCLUSION : Studies were performed successfully on 1 -( S ) 3- hydroxy-2 -( phosphonomethoxy ) propyl ] cytosine ( @DRUG$ , 9 -( S ) -[ 3- hydroxy-2 -( phosphonomethoxy ) propyl ] adenine and some ( @DRUG$ ) 2 - ( phosphonomethoxy ) and 2 phosphonomethoxy ) derivatives including .	@DRUG$ is a successful drug that has been studied in conjunction with @DRUG$, which are derivatives of adefovir.	0
0	We have monitored podia formation, migration, proliferation, and cell-cell adhesion of human HPC under the influence of SDF-1alpha, a peptide agonist of CXCR4 (@DRUG$), a peptide antagonist (@DRUG$), and a nonpeptide antagonist (AMD3100).	We have supervise podia formation , migration , proliferation , and cell-cell bond of man HPC under the mold of SDF - 1alpha , a peptide agonist of CXCR4 ( @DRUG$ ) , a peptide antagonist ( @DRUG$ ) , and a nonpeptide antagonist ( AMD3100 ) .	We have monitored podia formation , migration , proliferation , and cell-cell adhesion of human HPC under the antagonist of SDF - 1alpha , peptide peptide agonist of CXCR4 ( @DRUG$ ) , a a antagonist ( @DRUG$ ) , and nonpeptide a AMD3100 ( influence ) .	We have monitored podia formation , , proliferation , and cell-cell adhesion of human HPC under the influence of SDF 1alpha , a peptide agonist of CXCR4 ( @DRUG$ ) , a peptide antagonist ( @DRUG$ ) and a nonpeptide antagonist ( AMD3100 ) .	We have monitored podia formation , migration , proliferation , and cell-cell adhesion of human HPC under the influence of SDF - 1alpha ( @DRUG$ ) , a peptide agonist of CXCR4 ( DRUGA ) , a peptide antagonist ( @DRUG$	0
0	As an electron donor, @DRUG$ is a potent @DRUG$-soluble antioxidant in humans.	As an electron donor , @DRUG$ is a potent @DRUG$ - soluble antioxidant in human race .	As an is donor , @DRUG$ electron a potent @DRUG$ - soluble antioxidant in humans .	As an electron donor , @DRUG$ is a potent @DRUG$ soluble antioxidant in humans .	@DRUG$ is a powerful antioxidant that helps to protect against the harmful effects of @DRUG$.	0
0	Unlike @DRUG$ and @DRUG$, it is possible to achieve therapeutic levels of trifluridine at intraocular sites that would be advantageous in the treatment of deep herpetic disease involving the stroma and iris.	dissimilar @DRUG$ and @DRUG$ , it is possible to accomplish therapeutic levels of trifluridine at intraocular sites that would be advantageous in the treatment of deep herpetic disease involving the stroma and sword lily .	Unlike @DRUG$ and @DRUG$ , it to therapeutic would achieve possible levels of trifluridine at intraocular sites that is be advantageous in the treatment of deep herpetic disease involving the stroma and iris .	Unlike @DRUG$ and @DRUG$ , is possible to achieve therapeutic levels of trifluridine at intraocular sites that be advantageous the treatment of deep herpetic disease involving the and iris .	@DRUG$ and @DRUG$ are two different drugs that have different effects. It is possible to achieve therapeutic levels of trifluridine at intraocular sites with DRUGA that would be advantageous in the treatment of deep herpetic disease involving the stroma and iris .	0
0	Thus, the purpose of this review is to synthesize the knowledge to @DRUG$ about remdesivir @DRUG$ a therapeutic option for coronaviruses, with a special focus on information relevant to the One Health community.	Thus , the purpose of this review is to synthesize the knowledge to @DRUG$ about remdesivir @DRUG$ a therapeutic option for coronaviruses , with a special focusing on data relevant to the peerless Health community .	Thus , a purpose of this review is to synthesize information knowledge to @DRUG$ about remdesivir @DRUG$ a on option for coronaviruses , with the special focus therapeutic the relevant to the One Health community .	Thus , the purpose of this review is to synthesize the knowledge to @DRUG$ about remdesivir @DRUG$ therapeutic option for coronaviruses , with special focus on information relevant to One Health community .	@DRUG$ is a therapeutic option for coronaviruses, with a special focus on information relevant to the One Health community.	1
0	Significant decreases from baseline to day 14 were observed in mean 4-hour PPG after breakfast with alogliptin 25 mg (-32.5 mg/dL; @DRUG$=0.008), 100 mg (-37.2; P=0.002), and 400 mg (-65.6 @DRUG$/dL; P<0.001) compared with placebo (+8.2 mg/dL).	significant lessening from baseline to day 14 were observed in average 4 - hour PPG after breakfast with alogliptin 25 milligram ( - 32.5 milligram / deciliter ; @DRUG$=0.008 ) , 100 milligram ( - 37.2 ; P=0.002 ) , and  milligram ( - 65.6 @DRUG$ / deciliter ; P<0.001 ) compared with placebo ( + 8.2 milligram / deciliter ) .	observed decreases from baseline to day 14 were Significant in ( 4 - hour PPG after breakfast with alogliptin 25 mg @DRUG$ - 32.5 mg / dL ; @DRUG$=0.008 ) , 100 mg ( - 37.2 ; with P<0.001 , and 400 mg ( - 65.6 mean / dL ) ; ) compared P=0.002 placebo ( + 8.2 mg / dL ) .	Significant decreases from baseline to day 14 were observed in mean 4 - hour PPG after breakfast with alogliptin 25 mg ( - / dL ; ) , 100 mg ( - 37.2 P=0.002 ) , and mg ( 65.6 @DRUG$ / dL ; P<0.001 compared with placebo ( + 8.2 mg / dL ) .	Significant decreases from baseline to day 14 were observed in mean 4 - hour PPG after breakfast with alogliptin 25 mg ( - 32.5 mg / dL ; @DRUG$=0.008 ) , 100 mg ( - 37.2 ; P=0.002 ) ,	1
0	The combination of @DRUG$ and dichloro-benzylalcohol and the combination of amylmetacresol and @DRUG$ induced a block of resting and inactivated sodium channels both displaying a pronounced block at the inactivated channel state.	The combination of @DRUG$ and dichloro-benzylalcohol and the combination of amylmetacresol and @DRUG$ induced a freeze of resting and inactivated sodium channels both displaying a pronounced freeze at the inactivated channelize commonwealth .	The combination of @DRUG$ and dichloro-benzylalcohol and the combination of amylmetacresol and @DRUG$ induced a the of resting state inactivated sodium block both displaying a pronounced block at channels inactivated channel and .	The combination of @DRUG$ dichloro-benzylalcohol and the combination of amylmetacresol and @DRUG$ induced a block resting and sodium channels both displaying a pronounced block at the inactivated channel state .	The combination of @DRUG$ and dichloro-benzylalcohol and the combination of amylmetacresol and @DRUG$ both induced a block of resting and inactivated sodium channels.	0
0	These include radiotracers interrogating prostate cancer via molecular mechanisms related to the biology of choline, @DRUG$, amino acids, bombesin, and @DRUG$, among others.	These include radiotracers interrogating prostate gland cancer via molecular mechanisms related to the biota of choline , @DRUG$ , amino acids , bombesin , and @DRUG$ , among others .	These , radiotracers interrogating prostate cancer via molecular mechanisms related to the biology include choline of @DRUG$ , amino acids , bombesin , and @DRUG$ , among others .	These include interrogating prostate cancer via molecular mechanisms related to the of choline @DRUG$ amino acids , bombesin , and @DRUG$ , among others .	@DRUG$ and @DRUG$ are related to prostate cancer via molecular mechanisms related to the biology of choline, amino acids, bombesin, and other factors.	0
0	Patients with Child-Pugh Class A cirrhosis also experienced high SVR12 rates (91.8%) when @DRUG$/paritaprevir/@DRUG$ and dasabuvir were administered with ribavirin for 12 weeks.	Patients with Child- Pugh Class A cirrhosis also experienced high up SVR12 stag ( 91.8 % ) when @DRUG$ / paritaprevir / @DRUG$ and dasabuvir were administered with virazole for 12 weeks .	Patients with Child- A were Pugh cirrhosis also experienced high SVR12 rates ( 91.8 % ) when @DRUG$ / paritaprevir / @DRUG$ and dasabuvir Class administered with ribavirin for 12 weeks .	Patients with Child- Pugh Class A cirrhosis also experienced high SVR12 rates ( 91.8 % ) when @DRUG$ / paritaprevir / @DRUG$ and dasabuvir were administered with ribavirin for 12 weeks .	Patients with Child- Pugh Class A cirrhosis who took @DRUG$ / paritaprevir / @DRUG$ and dasabuvir for 12 weeks had a 91.8% success rate in terms of achieving a sustained virologic response (SVR12).	0
0	The tumor concentration of paclitaxel derived from i.v. paclitaxel drops rapidly, so that by 16 h it has fallen to the @DRUG$ concentration (2.8 microM) as after an equi-toxic concentration of @DRUG$.	The tumour concentration of paclitaxel derived from i.v. paclitaxel drops rapidly , so that by sixteen heat content it has fallen to the @DRUG$ concentration ( 2.8 microM ) as after an equi-toxic concentration of @DRUG$ .	microM tumor concentration of paclitaxel so from by paclitaxel drops rapidly , derived that i.v. 16 h it has fallen to the @DRUG$ concentration ( 2.8 The ) as after an equi-toxic concentration of @DRUG$ .	The tumor concentration of derived from i.v. paclitaxel drops rapidly , so that by 16 h it has fallen to the @DRUG$ concentration ( microM ) as an equi-toxic concentration of @DRUG$ .	The tumor concentration of paclitaxel derived from i.v. paclitaxel drops rapidly, so that by 16 h it has fallen to the @DRUG$ concentration (2.8 microM) as after an equi-toxic concentration of @DRUG$.	0
0	80 micrograms medetomidine/kg--5 @DRUG$ @DRUG$/kg provided a duration of anaesthesia longer than 1 mg acepromazine/kg--10 mg ketamine/kg, and not significantly different from those induced by 1 mg xylazine/kg--10 mg ketamine/kg or 7.5 mg zolazepam/kg--7.5 mg tiletamine/kg.	lxxx micrograms medetomidine / kg--5 @DRUG$ @DRUG$ / kg furnish a length of anaesthesia longer than 1 magnesium acepromazine / kg-- 10 magnesium ketamine hydrochloride / kg , and not significantly different from those induced by 1 magnesium xylazine / kg-- 10 magnesium ketamine hydrochloride / kg or 7.5 magnesium zolazepam / kg--7.5 magnesium tiletamine / kg.	80 micrograms medetomidine / kg--5 @DRUG$ @DRUG$ / kg--7.5 provided a duration of anaesthesia longer than 1 mg acepromazine / kg-- 10 mg ketamine mg kg , induced not significantly different from those and by 1 zolazepam xylazine / kg-- 10 mg ketamine / kg or 7.5 mg / / kg mg tiletamine / kg.	80 micrograms medetomidine / kg--5 @DRUG$ @DRUG$ / kg provided a duration of anaesthesia longer than 1 acepromazine / kg-- 10 mg ketamine / kg , and not significantly different from induced by 1 mg xylazine / kg-- 10 mg ketamine / kg or 7.5 zolazepam / kg--7.5 mg tiletamine / kg.	For every 80 micrograms of medetomidine administered, 5 @DRUG$ @DRUG$ are required to achieve the same level of anaesthesia.	0
0	In brief, amifostine gives hematologic protection from cyclophosphamide, @DRUG$, mitomycin C, @DRUG$ and radiotherapy; renal and peripheral nerve protection from cisplatin; mucosa, skin, and salivary gland from radiotherapy.	In brief , amifostine feed hematological protection from cyclophosphamide , @DRUG$ , mitomycin C , @DRUG$ and radiotherapy ; renal and peripheral nerve protection from cisplatin ; mucosa , skin , and salivary secretor from radiotherapy .	In , brief amifostine gives hematologic , from cyclophosphamide , @DRUG$ , mitomycin C protection @DRUG$ and radiotherapy ; renal and peripheral nerve protection from cisplatin ; mucosa , skin radiotherapy and salivary gland from , .	In brief , amifostine gives protection from cyclophosphamide , @DRUG$ , mitomycin C , @DRUG$ radiotherapy ; renal peripheral protection from cisplatin ; mucosa , skin and salivary gland from radiotherapy .	Amifostine protects against the harmful effects of cyclophosphamide, cisplatin, and radiotherapy on the blood, kidneys, peripheral nerves, mucous membranes, skin, and salivary glands.	1
0	This study aims to evaluate the effects of intranasal (i.n.) or intraperitoneal (i.@DRUG$.) administration of Cerebrolysin (CBL) (as a mixture of neurotrophic factors) on the @DRUG$-induced oxidative stress, apoptosis and memory as well as learning impairment in mice.	This study aims to pass judgment the effects of intranasal ( i.n. ) or intraperitoneal ( i.@DRUG$ . ) government activity of Cerebrolysin ( CBL ) ( as a mixture of neurotrophic factors ) on the @DRUG$ - induced oxidative stress , programmed cell death and memory as substantially as encyclopedism impairment in mice .	This study aims memory evaluate the effects of of ( i.n. ) or intraperitoneal ( i.@DRUG$ oxidative ) administration intranasal Cerebrolysin neurotrophic CBL ) apoptosis as a mixture of ( factors ) on the @DRUG$ - induced . stress , ( and to as well as learning impairment in mice .	This study aims to evaluate the effects of intranasal ( i.n. ) or intraperitoneal ( i.@DRUG$ . ) administration of Cerebrolysin ) as a mixture of neurotrophic factors ) on - induced oxidative stress , apoptosis memory as well as learning impairment in mice .	The study will look at how the administration of Cerebrolysin ( a mixture of neurotrophic factors ) affects the oxidative stress , apoptosis and memory as well as learning impairment caused by @DRUG$ in mice .	1
0	@DRUG$ is a potent inhibitor of both the cyclooxygenase and lipoxygenase pathways of the arachidonic acid cascade, as well @DRUG$ a potent anti-inflammatory and control-pain (postoperation, arthritis et.	@DRUG$ is a strong inhibitor of both the cox and lipoxygenase pathways of the arachidonic acidulent cascade , as well @DRUG$ a strong anti-inflammatory and control - pain ( postoperation , arthritis et .	@DRUG$ is the postoperation inhibitor lipoxygenase both the cyclooxygenase and of pathways of a arachidonic acid cascade , as well @DRUG$ a potent anti-inflammatory and control - pain ( potent , arthritis et .	@DRUG$ is a potent inhibitor of both the cyclooxygenase and lipoxygenase pathways of the arachidonic cascade , as well @DRUG$ potent anti-inflammatory and control - pain ( postoperation , arthritis et .	@DRUG$ is a powerful inhibitor of both the cyclooxygenase and lipoxygenase pathways of the arachidonic acid cascade, as well as a powerful anti-inflammatory and pain-relieving agent.	1
1	An increase in @DRUG$ excretion levels favoured deferiprone in one trial and desferrioxamine in three trials, even though measurement of urinary iron excretion underestimates total iron excretion by desferrioxamine.Adverse events were recorded in trials comparing @DRUG$ with desferrioxamine.	An growth in @DRUG$ excretion levels favoured deferiprone in one trial and desferrioxamine in three trial run , even though measurement of urinary branding iron excretion underestimates tote up branding iron excretion by desferrioxamine . Adverse events were recorded in trial run comparing @DRUG$ with desferrioxamine .	An increase in @DRUG$ excretion levels Adverse of in one trial and desferrioxamine in three trials , even though measurement deferiprone urinary desferrioxamine excretion underestimates total iron excretion with desferrioxamine . favoured events were recorded in trials comparing @DRUG$ by iron .	An increase in @DRUG$ levels favoured in one trial and desferrioxamine in three trials , even though measurement of urinary iron excretion underestimates total iron excretion by desferrioxamine . Adverse events were recorded in trials comparing @DRUG$ desferrioxamine .	An increase in @DRUG$ excretion levels favoured deferiprone in one trial and desferrioxamine in three trials. Adverse events were recorded in trials comparing @DRUG$ with desferrioxamine.	0
0	C57BL/6 female mice were fed six different diets (6 mice/diet) containing 10% fat from corn oil (CO), @DRUG$ (BO), primrose oil (PO), fish-corn oil mix (FC, 9:1, @DRUG$/w), fish-borage oil mix (FB, 1:3, w/w), or fish-primrose oil mix (FP, 1:3, w/w) for 2 wk.	C57BL / 6 female mouse were fed six different diet ( 6 mouse / diet ) containing 10 % fatty tissue from corn oil ( CO ) , @DRUG$ ( BO ) , primrose oil ( us post office ) , angle - corn oil mix ( FC , 9:1 , @DRUG$ / wolfram ) , angle - tailwort oil mix ( FB , 1:3 , wolfram /w ) , or angle - primrose oil mix ( FP , 1:3 , w/w ) for deuce wk .	C57BL / 6 1:3 mice were fed fish different diets ( 6 from / diet ) containing 10 , fat mice FB oil ( CO w , @DRUG$ ( BO ) / wk oil ( PO ) % fish - corn oil mix ( FC , 9:1 , @DRUG$ , ) ) , six - borage oil mix ( corn , 1:3 , w /w ) , or fish - primrose oil mix ( FP , female , w/w ) for 2 primrose .	C57BL / 6 female mice were fed six different ( mice / diet ) containing 10 % fat from corn oil ( CO ) @DRUG$ ( ) , oil ( PO ) , fish - corn oil mix ( FC , 9:1 , @DRUG$ / w ) , fish - borage oil mix ( FB , 1:3 , w ) , or fish - primrose oil mix ( FP , , w/w ) for 2 wk .	C57BL / 6 female mice were fed six different diets ( 6 mice / diet ) containing 10 % fat from corn oil ( CO ) , @DRUG$ ( BO ) , primrose oil ( PO ) , fish - corn oil mix ( FC , 9:1 , @DRUG$ / w	0
1	For instance, radioactive haloperidol, @DRUG$, and raclopride all dissociate very slowly over a 30-minute time span, while radioactive quetiapine, clozapine, @DRUG$, and amisulpride dissociate rapidly, in less than 60 seconds.	For instance , radioactive haloperidol , @DRUG$ , and raclopride all dissociate very slowly over a 30 - minute time pair , while radioactive quetiapine , clozaril , @DRUG$ , and amisulpride dissociate rapidly , in lupus erythematosus than  seconds .	For than and radioactive haloperidol slowly @DRUG$ , and raclopride all dissociate very , over a 30 - minute time span , while radioactive quetiapine , clozapine rapidly @DRUG$ , , amisulpride dissociate , , in less instance 60 seconds .	For , radioactive haloperidol , @DRUG$ , and raclopride all dissociate very slowly a 30 - minute span , while radioactive quetiapine , clozapine , @DRUG$ , and amisulpride dissociate rapidly , in less than 60 seconds .	@DRUG$ dissociates slowly over a 30-minute time span, while @DRUG$ dissociates rapidly, in less than 60 seconds.	0
0	The aim of this study was to assess the performance of the new 99mTc-labelled analogue HYNIC-@DRUG$-Phe1-Tyr3-octreotide (HYNIC-TOC), using tricine as @DRUG$-ligand, for the detection of SSTR-positive tumours in patients in comparison with 111In-DTPA-OC.	The take aim of this study was to assess the performance of the raw ninety nine mTc - labelled analogue HYNIC - @DRUG$ - Phe1 - Tyr3 - octreotide ( HYNIC - TOC ) , using tricine as @DRUG$ - ligand , for the detection of SSTR - plus tumours in patients in equivalence with 111In - DTPA - OC .	The aim of this study was DTPA assess the performance - the new 99 mTc - labelled analogue HYNIC - @DRUG$ - Phe1 - Tyr3 - octreotide ( HYNIC - TOC ) , using tricine as @DRUG$ - ligand , to the detection of SSTR - positive tumours in patients OC comparison with 111In for of - in .	aim of this study was assess the performance of the new 99 mTc - analogue HYNIC - @DRUG$ - Phe1 - Tyr3 octreotide ( HYNIC TOC ) , using tricine @DRUG$ - ligand , the detection of SSTR - positive tumours in patients in comparison with 111In - DTPA - OC .	The study aimed to compare the performance of a new 99mTc-labeled analogue of octreotide (HYNIC-TOC) using tricine as @DRUG$-ligand, for the detection of SSTR-positive tumors in patients, with the performance of 111In	1
0	Subjects consumed 25 g tablets of @DRUG$ chocolate containing 10 g sweetener as sucrose:@DRUG$ in ratios of 10:0, 5:5 or 0:10 daily for 7 d. RESULTS: No significant changes in faecal bacterial counts occurred in the 10:0 or 5:5 sucrose:lactitol groups.	Subjects consumed 25 g tablets of @DRUG$ chocolate containing ten g sweetener as sucrose : @DRUG$ in ratios of 10:0 , 5:5 or 0:10 daily for 7 d. event : no more significant modify in faecal bacterial counts occurred in the 10:0 or 5:5 sucrose : lactitol groups .	Subjects consumed 25 g tablets 10 @DRUG$ chocolate containing RESULTS g sweetener as daily : @DRUG$ lactitol ratios of 10:0 , 5:5 or 0:10 sucrose for 7 d. of : No significant changes in faecal bacterial counts occurred in the 10:0 or 5:5 sucrose : in groups .	Subjects consumed 25 g of @DRUG$ chocolate 10 g sweetener as sucrose : @DRUG$ in ratios of 10:0 , 5:5 or 0:10 daily for 7 d. RESULTS : No significant changes in faecal bacterial counts in the 10:0 or 5:5 sucrose : lactitol groups .	Subjects consumed 25 g tablets of @DRUG$ chocolate containing 10 g sweetener as sucrose : @DRUG$ in ratios of 10:0 , 5:5 or 0:10 daily for 7 d. RESULTS : No significant changes in faecal bacterial counts occurred in the 10:0	0
1	OBJECTIVE: Compare the efficacy and adverse effects of CDB-2914, a new @DRUG$ receptor modulator, to @DRUG$ for emergency contraception.	nonsubjective : Compare the efficacy and adverse effects of CDB - 2914 , a new @DRUG$ receptor modulator , to @DRUG$ for emergency contraceptive method .	OBJECTIVE : Compare the efficacy and adverse effects of CDB - new , receptor 2914 @DRUG$ a modulator , to @DRUG$ for emergency contraception .	OBJECTIVE : Compare the efficacy and adverse effects of CDB - 2914 , a new @DRUG$ receptor modulator , to @DRUG$ emergency contraception	The purpose of this study was to compare the effectiveness and side effects of CDB-2914, a new drug that affects the @DRUG$ receptor, to the drug @DRUG$ for emergency contraception.	0
0	After GHRH-Arg-TRH, the maximal serum GH level was significantly higher (72.7 +/- 13.4 micrograms/L) than that after Arg-@DRUG$ alone, whereas serum TSH and PRL increased to comparable levels (TSH, 10.2 +/- 3.0 mU/L; PRL, 64.4 +/- 13.6 micrograms/@DRUG$).	afterward GHRH - Arg - TRH , the maximum blood serum GH level was significantly higher ( 72.7 +/- 13.4 micrograms / L ) than that after Arg-@DRUG$ alone , whereas blood serum thyrotrophin and PRL increase to comparable levels ( thyrotrophin , 10.2 +/- 3.0 mU/L ; PRL , 64.4 +/- 13.6 micrograms / @DRUG$ ) .	After GHRH - Arg - TRH , the maximal serum GH / was significantly higher ( 72.7 +/- 13.4 micrograms / L ) ; that after Arg-@DRUG$ alone , whereas serum TSH and PRL increased micrograms comparable levels PRL TSH , 10.2 +/- 3.0 mU/L than level , 64.4 +/- 13.6 to ( @DRUG$ ) .	After GHRH - Arg - TRH , the maximal serum GH level significantly higher ( 72.7 +/- 13.4 micrograms L ) than that after Arg-@DRUG$ , whereas serum TSH and PRL increased to comparable levels ( TSH +/- 3.0 mU/L ; PRL , 64.4 +/- 13.6 micrograms / @DRUG$ ) .	After GHRH - Arg - TRH , the maximal serum GH level was significantly higher ( 72.7 +/- 13.4 micrograms / L ) than that after Arg-@DRUG$ alone , whereas serum TSH and PRL increased to comparable levels ( TSH , 10.2	1
0	The ratios C(max)/@DRUG$ and AUC(0 --> 24)/MIC were respectively from 161.23+/-5.9 h to 12.90+/-0.5 h for the pharmacodynamic predictor C(max)/MIC, and from 2153.44+/-66.6 h to 137.82+/-4.27 h for AUC(0 --> 24)/MIC, for the different clinically significant microorganisms, whose values for MIC varies from 0.008 microg @DRUG$(-1) to 0.125 microg mL(-1).	The ratios C( grievous bodily harm ) / @DRUG$ and AUC ( cypher --> two dozen ) / MIC were severally from 161.23+/-5.9 h to 12.90 +/-0.5 h for the pharmacodynamic forecaster C(max ) / MIC , and from 2153.44+/-66.6 h to 137.82+/-4.27 h for AUC ( cypher --> two dozen ) / MIC , for the different clinically substantial microorganisms , whose appraise for MIC varies from 0.008 microg @DRUG$ ( - unity ) to 0.125 microg mL ( - unity ) .	The ratios C( max ) / @DRUG$ and AUC ( 0 --> 24 ) / MIC were respectively from 161.23+/-5.9 h to 12.90 +/-0.5 h / the pharmacodynamic predictor ( ) values 0.125 , and from 2153.44+/-66.6 h to 137.82+/-4.27 h for AUC ( 0 --> 24 , for MIC , / the different for significant microorganisms ) whose for clinically MIC varies microg 0.008 microg @DRUG$ C(max - 1 ) to MIC from mL ( - 1 ) .	The ratios C( max ) / @DRUG$ and AUC ( 0 --> 24 ) / MIC respectively from 161.23+/-5.9 h 12.90 +/-0.5 h for the pharmacodynamic predictor ) MIC , and from 2153.44+/-66.6 h to 137.82+/-4.27 h for AUC ( --> 24 ) / MIC , for the different clinically significant microorganisms , whose values MIC varies from 0.008 microg @DRUG$ ( - 1 ) to 0.125 microg mL ( - 1 ) .	The ratios C( max ) / @DRUG$ and AUC ( 0 --> 24 ) / MIC were respectively from 161.23+/-5.9 h to 12.90 +/-0.5 h for the pharmacodynamic predictor C(max ) / MIC , and from 2153.44+	1
0	In a randomised double blind, placebo controlled design, the effects of intramuscular administration of @DRUG$ (200 mg/week) for eight weeks on the @DRUG$ variables in 16 bodybuilders were studied (study 2).	indium a randomised double unreasoning , placebo see design , the effects of intramuscular administration of @DRUG$ ( 200 mg / workweek ) for eight weeks on the @DRUG$ variables in 16 bodybuilders were studied ( study 2 ) .	of a randomised double blind / placebo controlled design , intramuscular effects of the administration on @DRUG$ ( 200 mg , week ) for eight weeks In the @DRUG$ variables in 16 bodybuilders were studied ( study 2 ) .	a randomised double , controlled design , the effects of intramuscular administration of @DRUG$ ( 200 mg / week ) for eight weeks on the @DRUG$ variables in 16 bodybuilders were studied ( study 2 ) .	In a study, the effects of intramuscular administration of @DRUG$ ( 200 mg / week ) for eight weeks on the @DRUG$ variables in 16 bodybuilders were studied.	0
0	The safety and tolerability of imipenem-@DRUG$ and meropenem-@DRUG$ has been reported in various phase I pharmacokinetic studies and phase II and III clinical trials.	The safety and tolerability of imipenem - @DRUG$ and meropenem - @DRUG$ has been reported in various phase I pharmacokinetic bailiwick and phase II and ternion clinical trials .	The safety and tolerability of imipenem - @DRUG$ and has - @DRUG$ II been reported in various phase I pharmacokinetic studies and phase meropenem and III clinical trials .	The and tolerability of imipenem - @DRUG$ and meropenem - @DRUG$ has reported in various phase I pharmacokinetic studies phase II and III clinical trials .	The safety and tolerability of imipenem - @DRUG$ and meropenem - @DRUG$ has been reported in various phase I pharmacokinetic studies and phase II and III clinical trials ."DRUGA and DRUGB are both safe and tolerable.	0
0	@DRUG$ (500 ng/ml) also enhanced the level of @DRUG$/PTH related-peptide receptor mRNA expression in HBCs.	@DRUG$ ( 500 ng / cubic centimetre ) likewise enhanced the level of @DRUG$ / PTH related - peptide receptor mRNA expression in HBCs .	@DRUG$ ( in ng / ml ) also enhanced receptor level of @DRUG$ / PTH related - peptide the mRNA expression 500 HBCs .	@DRUG$ ( ng / ml ) also enhanced level of @DRUG$ PTH related - peptide receptor mRNA expression in HBCs	The level of @DRUG$ ( 500 ng / ml ) enhances the level of @DRUG$ / PTH related - peptide receptor mRNA expression in HBCs .	0
0	Contamination of AD solid and liquid effluents with @DRUG$ and antibiotic transformation products from florfenicol and @DRUG$ could present an environmental concern.	Contamination of AD whole and swimming effluents with @DRUG$ and antibiotic transformation products from florfenicol and @DRUG$ could present an environmental concern .	Contamination of AD from and liquid effluents and @DRUG$ and antibiotic transformation products solid florfenicol with @DRUG$ could present an environmental concern .	Contamination of AD solid liquid effluents with @DRUG$ antibiotic transformation products from florfenicol and @DRUG$ could present an concern .	The contamination of AD solid and liquid effluents with @DRUG$ and antibiotic transformation products from florfenicol and @DRUG$ could present an environmental concern.	0
0	BACKGROUND: @DRUG$ is a 3-hydroxy-3-methylglutaryl @DRUG$-reductase inhibitor, or statin, that has been developed for the treatment of dyslipidemia.	BACKGROUND : @DRUG$ is a deuce ace - hydroxy-3- methylglutaryl @DRUG$ - reductase inhibitor , or lipid lowering medication , that has been developed for the treatment of dyslipidemia .	BACKGROUND : @DRUG$ is a 3 - hydroxy-3- methylglutaryl @DRUG$ - reductase inhibitor of or statin has that , been developed for the treatment , dyslipidemia .	BACKGROUND : @DRUG$ is a 3 - hydroxy-3- methylglutaryl @DRUG$ - reductase inhibitor , or statin , that has been developed for the treatment of dyslipidemia .	@DRUG$ is a statin that has been developed for the treatment of dyslipidemia.	1
0	CONCLUSION: Results of this study indicate that, when titrated rapidly to their maximum recommended doses, escitalopram is at least @DRUG$ effective as @DRUG$ XR and significantly better tolerated.	CONCLUSION : effect of this read indicate that , when titrated rapidly to their maximum recommended doses , escitalopram is at least @DRUG$ effective as @DRUG$ XR and significantly better digest .	CONCLUSION study Results of this : least at , when titrated rapidly to their maximum recommended doses , escitalopram is that indicate @DRUG$ effective as @DRUG$ XR and significantly better tolerated .	CONCLUSION : Results of study indicate that , when titrated rapidly to their maximum doses , escitalopram is at least @DRUG$ effective as @DRUG$ XR and better tolerated .	When titrated rapidly to their maximum recommended doses, escitalopram is at least as effective as @DRUG$ XR and significantly better tolerated.	1
1	Regarding the efficacy, one study suggested that both @DRUG$ and diazepam significantly decreased the Clinical Institute Withdrawal Assessment of @DRUG$ Scale Revised (CIWA-Ar) score, without any significant difference between the two interventions.	Regarding the efficacy , one study suggest that both @DRUG$ and diazepam significantly decreased the Clinical Institute Withdrawal Assessment of @DRUG$ Scale retool ( CIWA - Ar ) score , without any significant difference between the  interventions .	Regarding the efficacy suggested one study , that both @DRUG$ and diazepam between decreased the Withdrawal Institute Clinical Assessment of @DRUG$ Scale Revised ( CIWA - Ar ) score , without any significant difference significantly the two interventions .	Regarding the efficacy , one suggested both @DRUG$ diazepam significantly decreased the Clinical Institute Withdrawal Assessment of @DRUG$ Scale Revised ( CIWA - Ar ) score , without any significant difference between the two interventions .	Both @DRUG$ and diazepam are effective in reducing the symptoms of withdrawal from @DRUG$, but there is no significant difference between the two.	0
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) @DRUG$ synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain 5-HT by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl propionamide [WAY100135; 10 mg/kg, i.p. 30 min before flibanserin, or 40 mg/kg, s.c. 15 min before flibanserin] and @DRUG$ (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) 5-HT(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 mg/kg, s.c. simultaneously with flibanserin).	The result of flibanserin ( xxxii mg / kg , i.p.  hokkianese before testing ) on instruct weakness was not antagonize by the ( a ) @DRUG$ synthesis inhibitor parachlorophenylalanine ( pCPA ;  mg / kg p.o.x3 multiplication ) , which reduced brain v - HT by 89 % ; ( b) v - HT ( 1A ) receptor antagonists ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; ten mg / kg , i.p.  hokkianese before flibanserin , or 40 mg / kg , s.c. 15 hokkianese before flibanserin ] and @DRUG$ ( 2.5 and v mg / kg , i.p.  hokkianese before flibanserin ) ; and ( c ) v - HT ( deuce ) receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( department of the interior ; 3 mg / kg , s.c. at the same time with flibanserin ) .	The effect of flibanserin ( a mg / kg , i.p. 30 min before testing ) on learned helplessness was i.p. antagonized by ) ( 32 ) @DRUG$ synthesis inhibitor parachlorophenylalanine kg pCPA ; 150 mg / kg p.o.x3 / ) , which reduced brain 5 - HT 30 89 % and ( b) 5 - , ( 1A ) receptor antagonists , +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; 10 mg times ( , ) simultaneously min before flibanserin HT 15 40 mg / kg , s.c. or min before flibanserin ] and @DRUG$ ( by and 5 mg / kg , not 30 min before flibanserin ) ; ; ( mg ) 5 - HT ( 2 i.p. receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 c / kg ( s.c. 2.5 with flibanserin the .	The of flibanserin ( 32 mg / kg , i.p. 30 min before ) on learned helplessness was not antagonized the ( a ) @DRUG$ synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg kg p.o.x3 times ) , which reduced 5 - HT % ; ( b) - HT ( 1A ) receptor antagonists ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 mg / kg , i.p. 30 min before flibanserin , or 40 mg / kg , s.c. 15 min before flibanserin ] and @DRUG$ ( 2.5 and 5 mg / kg , i.p. 30 min before flibanserin ) and ( ) 5 - HT ( 2 ) receptor agonist +/-)-2,5-dimethoxy-4-iodoamphetamine DOI ; 3 mg / kg , s.c. with flibanserin .	Flibanserin did not antagonize the effect of parachlorophenylalanine on learned helplessness, which reduced brain 5-HT by 89%. 5-HT (1A) receptor antagonists (WAY100135) and @DRUG$ (2.5 and 5 mg/kg)	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of @DRUG$ 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, @DRUG$ oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A refresh of commercially uncommitted oral and injectable solution formulations disclose that the solubilizing excipients include pee - soluble organic solvents ( polyethylene glycol three hundred , polyethylene glycol 400 , ethanol , propylene glycol , glycerine , N-methyl -  - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor alt , Cremophor hypothalamic releasing hormone 40 , Cremophor hypothalamic releasing hormone lx , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate xx , polysorbate 80 , Solutol HS fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$ three hundred , 400 , or 1750 ) , pee - insoluble lipids ( castor oil , edible corn oil , cottonseed oil , @DRUG$ oil , arachis hypogaea oil , eucalyptus amygdalina oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chemical chain triglycerides of cocoanut oil and medal seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chemical chain mono- and diglycerides ) , diverse cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soya phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	, review of , available oral and injectable solution formulations reveals that the solubilizing chain include water ) soluble organic solvents ( polyethylene glycol 300 , , glycol 400 , ethanol , propylene d-alpha-tocopherol , glycerin , N-methyl - 2 - pyrrolidone polyethylene dimethylacetamide seed and dimethylsulfoxide 20 , , surfactants ( Cremophor EL d-alpha-tocopherol Cremophor RH 40 commercially Cremophor RH 60 , di-fatty polyethylene glycol 1000 succinate , polysorbate - , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 non-ionic Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and , ( esters of @DRUG$ 300 A beta-cyclodextrin , oleic 1750 ) beta-cyclodextrin water - insoluble lipids acid castor oil , corn oil glycol cottonseed oil , @DRUG$ oil , peanut oil , peppermint , medium- safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and , chain triglycerides of coconut oil and palm oil oil ) , organic liquids / semi-solids ( beeswax , , , or acid , medium- excipients mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- 400 , and sulfobutylether - , ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially oral and injectable formulations reveals that the solubilizing excipients include water - soluble solvents ( polyethylene glycol , polyethylene , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , RH , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , mono- and di-fatty acid esters of @DRUG$ 300 , 400 , or 1750 ) , water - insoluble lipids ( castor oil , corn oil , cottonseed oil , @DRUG$ oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of oil palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various ( alpha-cyclodextrin , , hydroxypropyl- beta-cyclodextrin , and - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , , L-alpha-dimyristoylphosphatidylglycerol )	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Oocytes expressing LAT1-4F2hc or LAT2-4F2hc demonstrated enhanced uptake of [(14)C]MeHg when administered as the L-@DRUG$ or D,L-homocysteine complexes, but not when administered @DRUG$ the D-cysteine, N -acetyl-L-cysteine, penicillamine or GSH complexes.	Oocytes show LAT1 - 4F2hc or LAT2 - 4F2 hc exhibit enhance uptake of [ ( fourteen ) C ] MeHg when administered as the L-@DRUG$ or D , L-homocysteine coordination compound , but not when administered @DRUG$ the D-cysteine , N - acetyl - L-cysteine , penicillamine or GSH coordination compound .	Oocytes the LAT1 - 4F2hc or LAT2 - 4F2 hc demonstrated enhanced uptake of [ ( , ) C ] MeHg when administered as the L-@DRUG$ or D , GSH complexes 14 but not when administered @DRUG$ expressing D-cysteine , , - acetyl - L-cysteine N penicillamine or L-homocysteine complexes .	Oocytes expressing LAT1 - 4F2hc or LAT2 - 4F2 hc demonstrated enhanced of [ 14 ) C MeHg when administered as the L-@DRUG$ or D , L-homocysteine complexes , but not when administered @DRUG$ the , N - acetyl - L-cysteine , penicillamine GSH complexes .	Oocytes expressing LAT1 - 4F2hc or LAT2 - 4F2 hc demonstrated enhanced uptake of [ ( 14 ) C ] MeHg when administered as the L-@DRUG$ or D , L-homocysteine complexes , but not when administered @DRUG$	0
0	METHODS: Using stable isotope technology and a stereospecific assay, we compared the pharmacokinetics and pharmacodynamics of intravenous (10 mg of d(7)-R /S -verapamil) and oral (240 mg of slow release (SR) d(0)-R /S -verapamil) @DRUG$ -verapamil and S -@DRUG$ after the first dose (day 1) and after 3 weeks (day 21) of continuous oral therapy in 8 patients with long-term atrial fibrillation.	METHODS : Using stalls isotope applied science and a stereospecific assay , we compared the pharmacokinetics and pharmacodynamics of endovenous ( 10 mg of d ( heptad ) - r / s - verapamil ) and viva voce ( 240 mg of slow release ( SR ) d( 0 ) - r / s - verapamil ) @DRUG$ - verapamil and s - @DRUG$ after the first dose ( day 1 ) and after  calendar week ( day 21 ) of continuous viva voce therapy in 8 patients with long-term atrial fibrillation .	METHODS : Using stable isotope technology 3 a and assay , we compared ( pharmacokinetics and pharmacodynamics of intravenous ( 10 mg of d S 7 release - continuous / the - verapamil ) and oral ( 240 mg of slow ) ( SR fibrillation 21 the ) - R / S - verapamil ) @DRUG$ - verapamil stereospecific S - @DRUG$ after 0 first dose ( day 1 ) and after and weeks ( day d( ) of R oral therapy in 8 patients with long-term atrial ) .	METHODS : Using stable isotope technology and a stereospecific assay , compared the pharmacokinetics and of ( 10 mg of d 7 ) - R / S - verapamil ) and oral ( 240 mg of slow release ( SR ) d( 0 ) - R / S - verapamil ) @DRUG$ - verapamil and S - @DRUG$ after the first dose ( day 1 ) and after 3 weeks ( day 21 ) of continuous oral therapy in 8 patients with long-term atrial fibrillation .	We found that the pharmacokinetics and pharmacodynamics of intravenous and oral @DRUG$-verapamil were not significantly different after the first dose or after 3 weeks of continuous oral therapy.	1
0	We cover nicotine replacement therapy (NRT), antidepressants (bupropion and nortriptyline), nicotine receptor partial agonists (varenicline and @DRUG$), anxiolytics, selective type 1 cannabinoid receptor antagonists (rimonabant), clonidine, lobeline, dianicline, @DRUG$, Nicobrevin, opioid antagonists, nicotine vaccines, and silver acetate.	We cover nicotine replacement therapy ( NRT ) , antidepressants ( bupropion and pamelor ) , nicotine receptor partial tone agonists ( varenicline and @DRUG$ ) , anxiolytics , selective type single cannabinoid receptor opposer ( rimonabant ) , catapres , lobeline , dianicline , @DRUG$ , Nicobrevin , opioid opposer , nicotine vaccines , and silver acetate .	We cover ( replacement therapy ( NRT ) , and nicotine bupropion and nortriptyline ) ) cannabinoid receptor partial agonists ( varenicline nicotine @DRUG$ , , anxiolytics , selective type 1 antidepressants receptor antagonists ( rimonabant ) , clonidine , lobeline , dianicline , @DRUG$ , Nicobrevin , opioid antagonists , nicotine vaccines , and silver acetate .	We cover nicotine replacement therapy ( NRT ) , ( bupropion , nicotine partial agonists ( varenicline and @DRUG$ ) , anxiolytics , selective type 1 cannabinoid receptor antagonists ( rimonabant ) , clonidine , lobeline , dianicline , @DRUG$ Nicobrevin antagonists , vaccines , silver acetate .	@DRUG$ is a type of drug that is used to treat @DRUG$, which is a type of drug that is used to treat nicotine addiction.	0
1	@DRUG$ was phased out of the Canadian market because it carried an unacceptable risk of causing lactic acidosis, but @DRUG$ remains available.	@DRUG$ was phased out of the canadian market because it expect an unacceptable risk of causing lactic acidosis , but @DRUG$ remains available .	@DRUG$ out phased because of the Canadian market was it carried an unacceptable risk of causing lactic acidosis , but @DRUG$ remains available .	@DRUG$ was phased out of the Canadian market because it carried an unacceptable risk of causing lactic acidosis , @DRUG$ remains available .	@DRUG$ was phased out of the Canadian market because it carried an unacceptable risk of causing lactic acidosis, but @DRUG$ remains available.	0
0	The study was conducted to evaluate the effects of romifidine alone (50 microg/kg) and a combination of romifidine (50 microg/kg) and @DRUG$ (2.5 @DRUG$/kg) after intrathecal administration in goats.	The survey was deport to evaluate the force of romifidine alone ( 50 microg / kg ) and a combination of romifidine ( 50 microg / kg ) and @DRUG$ ( 2.5 @DRUG$ / kg ) after intrathecal governing body in goats .	The intrathecal was conducted to evaluate the effects of romifidine / ( 50 microg alone kg ) and a combination of romifidine ( study / / kg ) and @DRUG$ ( 2.5 @DRUG$ microg kg ) after 50 administration in goats .	The study was evaluate the effects of romifidine alone ( 50 microg / kg ) a combination of romifidine ( 50 microg kg ) and @DRUG$ 2.5 @DRUG$ / kg ) after intrathecal administration in goats	The study was conducted to evaluate the effects of romifidine alone ( 50 microg / kg ) and a combination of romifidine ( 50 microg / kg ) and @DRUG$ ( 2.5 @DRUG$ / kg ) after intrathecal administration in goats ."DRUG	0
0	At the last evaluable assessment, outcome was successful in 162 (65%) patients assigned voriconazole and 87 (71%) assigned @DRUG$/fluconazole (@DRUG$=0.25).	astatine the last evaluable judgement , outcome was successful in 162 ( 65 % ) patients assigned voriconazole and 87 (  % ) assigned @DRUG$ / fluconazole ( @DRUG$ =0.25 ) .	, ( last evaluable assessment At outcome was successful ) 162 the 65 % in patients assigned voriconazole and 87 ( 71 % ) assigned @DRUG$ / fluconazole ( @DRUG$ =0.25 ) .	the last evaluable assessment , outcome was successful in 162 ( 65 % patients assigned voriconazole and ( 71 % ) assigned @DRUG$ fluconazole ( @DRUG$ =0.25 ) .	For every 100 patients who are given @DRUG$, 65 of them will be successful. For every 100 patients who are given @DRUG$, 71 of them will be successful.	0
0	hLAT1 also transports D-amino acids such @DRUG$ @DRUG$-leucine and D-phenylalanine.	hLAT1 also channelize D-amino acids such @DRUG$ @DRUG$ - leucine and D-phenylalanine .	such also transports D-amino acids hLAT1 @DRUG$ @DRUG$ - leucine and D-phenylalanine .	hLAT1 also transports D-amino acids such @DRUG$ @DRUG$ leucine and D-phenylalanine	hLAT1 also transports D-amino acids such as leucine and D-phenylalanine.	1
0	AUCinf values for l-methylphenidate were only approximately 1% of @DRUG$-methylphenidate (0.43, 0.96, and 1.82 @DRUG$.h/mL for the 18, 36, and 54 mg dose groups, respectively).	AUCinf values for l-methylphenidate were only approximately ace % of @DRUG$ - methylphenidate ( 0.43 , 0.96 , and 1.82 @DRUG$.h/ mL for the eighteen , 36 , and 54 mg dose groups , severally ) .	AUCinf and , l-methylphenidate were only approximately 1 % of @DRUG$ - methylphenidate ( 0.43 mg 0.96 , values 1.82 @DRUG$.h/ mL for the 18 , 36 for and 54 , dose groups , respectively ) .	for l-methylphenidate were only approximately 1 % of methylphenidate ( , 0.96 , and 1.82 mL for the 18 , 36 , and 54 mg dose groups , respectively ) .	For every 1 mg of @DRUG$, there is only approximately 0.043 mg of @DRUG$.	0
0	Fosamprenavir or atazanavir once daily boosted with ritonavir 100 @DRUG$, plus tenofovir/@DRUG$, for the initial treatment of HIV infection: 48-week results of ALERT.	Fosamprenavir or atazanavir once casual boosted with ritonavir one c @DRUG$ , plus tenofovir / @DRUG$ , for the initial treatment of HIV infection : forty eight - week results of ALERT .	Fosamprenavir or atazanavir with daily boosted once ritonavir 100 @DRUG$ treatment plus tenofovir / @DRUG$ , for the initial ALERT of HIV infection : 48 - week results of , .	Fosamprenavir or atazanavir once daily boosted ritonavir 100 @DRUG$ , plus tenofovir / @DRUG$ , for the initial treatment HIV infection : - week of ALERT .	Fosamprenavir or atazanavir once daily boosted with ritonavir 100 @DRUG$ , plus tenofovir / @DRUG$ , for the initial treatment of HIV infection : 48 - week results of ALERT ."DRUGA is the drug f	0
0	The results of phase III studies evaluating @DRUG$ @DRUG$ first- or second-line therapy, or in combination with other commonly prescribed therapies in multiple myeloma patients, are eagerly awaited.	The final result of phase III studies value @DRUG$ @DRUG$ first - or second- line therapy , or in combination with other commonly ordained therapies in multiple myeloma patients , are eagerly awaited .	The results of phase III studies or @DRUG$ @DRUG$ first - evaluating line second- therapy , or patients combination with other commonly prescribed therapies in multiple myeloma in , are eagerly awaited .	The results of phase III evaluating @DRUG$ @DRUG$ first or second- line therapy , or in combination with other commonly therapies in multiple myeloma patients , are eagerly awaited .	We are eagerly awaiting the results of phase III studies evaluating @DRUG$ @DRUG$ first - or second- line therapy , or in combination with other commonly prescribed therapies in multiple myeloma patients .	0
0	Secondary hyperparathyroidism (SHPT) develops as a result of impaired calcium homeostasis when the failing kidneys disturb the complicated interactions between @DRUG$ (PTH), @DRUG$, phosphorus, and vitamin D. Twelve years ago, the calcium-sensing receptor (CaR) of the parathyroid gland was first cloned and identified as the principal regulator of PTH secretion.	Secondary hyperparathyroidism ( SHPT ) develops as a resultant role of impaired calcium homeostasis when the fail kidneys disturb the complicated interaction between @DRUG$ ( PTH ) , @DRUG$ , phosphorus , and vitamin D. Twelve years agone , the calcium - sensing receptor ( CaR ) of the parathyroid gland was first cloned and identified as the master regulator of PTH secernment .	identified interactions ( gland Secondary develops as , result of impaired calcium homeostasis when the failing kidneys disturb the complicated hyperparathyroidism between @DRUG$ ( PTH ) Twelve @DRUG$ a phosphorus , and vitamin D. , years ago , the calcium - sensing receptor ( CaR ) of the parathyroid SHPT was first cloned and ) as the principal regulator of PTH secretion .	Secondary hyperparathyroidism ( SHPT ) develops as a result of impaired calcium homeostasis when the failing kidneys disturb the complicated interactions between @DRUG$ ( ) @DRUG$ phosphorus , and vitamin Twelve years ago , the calcium - receptor ( CaR ) of the parathyroid gland was first cloned and identified as the principal regulator of PTH secretion .	Secondary hyperparathyroidism ( SHPT ) develops as a result of impaired calcium homeostasis when the failing kidneys disturb the complicated interactions between @DRUG$ ( PTH ) and @DRUG$ ( phosphorus and vitamin D ). Twelve years ago , the calcium - sensing receptor ( CaR )	0
0	The minimal effective dosages in combination were established as 10 mg of @DRUG$ and 1 @DRUG$ of praziquantel/kg of body weight.	The minimal effective dosages in combination were established as 10 mg of @DRUG$ and single @DRUG$ of praziquantel / kilo of body weight .	The kg effective dosages in combination were established as 10 mg of @DRUG$ and 1 @DRUG$ of praziquantel / body of minimal weight .	The effective in combination were established mg of @DRUG$ 1 @DRUG$ of praziquantel / kg body weight .	The combination of 10 mg of @DRUG$ and 1 @DRUG$ of praziquantel / kg of body weight was found to be the minimal effective dosages.	0
0	The rate of the reaction, measured as oxygen consumption and formation of thiobarbituric acid reactive substances, was biphasic @DRUG$ a function of @DRUG$ concentration, reaching a maximum at low NADH concentrations and then declining.	The rate of the reaction , appraise as oxygen consumption and formation of thiobarbituric acidulent responsive substances , was biphasic @DRUG$ a function of @DRUG$ concentration , reaching a maximum at low NADH concentrations and then declining .	The rate , the reaction of measured as low consumption and NADH of thiobarbituric acid reactive substances , was biphasic @DRUG$ a function of @DRUG$ concentration , reaching a maximum at oxygen formation concentrations and then declining .	The rate of the reaction , measured oxygen consumption and of thiobarbituric acid reactive substances , was biphasic @DRUG$ function of @DRUG$ concentration , reaching a maximum at low NADH and then declining .	The reaction rate (measured by oxygen consumption and formation of thiobarbituric acid reactive substances) is highest at low concentrations of NADH, and then declines.	1
1	WHAT IS ALREADY KNOWN ABOUT THIS SUBJECT: * The viral protease inhibitor @DRUG$ is known to inhibit clearance of intravenous @DRUG$.	WHAT IS already do it ABOUT THIS SUBJECT : * The viral protease inhibitor @DRUG$ is known to inhibit clearance of intravenous @DRUG$ .	* IS ALREADY KNOWN ABOUT THIS SUBJECT : of The viral protease inhibitor @DRUG$ is known to inhibit clearance WHAT intravenous @DRUG$ .	WHAT IS ALREADY KNOWN ABOUT THIS SUBJECT : * viral protease inhibitor @DRUG$ is known to inhibit clearance intravenous @DRUG$ .	@DRUG$ inhibits the clearance of @DRUG$.	0
0	The HPLC separation was carried out by reversed phase chromatography on a C-18 absorbosphere column (150 x 4.6 mm i.@DRUG$. 5 microm particle size) with a phase composed of sodium acetate (pH 4.7; 0.1 @DRUG$): acetonitrile (60:40, v/v; pH 5.0), pumped isocratically at a flow rate of 1.5 ml min(-1).	The HPLC interval was carried out by reversed phase angle chromatography on a C-18 absorbosphere column ( one hundred fifty x 4.6 millimetre i.@DRUG$ . 5 microm speck size ) with a phase angle composed of sodium acetate rayon ( pH 4.7 ; 0.1 @DRUG$ ) : acetonitrile ( 60:40 , v/v ; pH 5.0 ) , pumped isocratically at a flow rate of 1.5 ml min ( - 1 ) .	The HPLC separation was carried out by reversed phase chromatography on a C-18 absorbosphere a ( 150 x 4.6 mm phase . ( microm particle v/v : with column i.@DRUG$ composed of sodium acetate ( pH 4.7 ; 0.1 flow ) ) acetonitrile 5 60:40 , size ; pH 5.0 ) , pumped isocratically at a @DRUG$ rate of 1.5 ml min ( - 1 ) .	The HPLC separation was carried out by reversed phase chromatography on a C-18 absorbosphere column ( 150 x 4.6 . 5 microm particle size ) with a phase composed of sodium acetate ( pH 4.7 ; @DRUG$ ) : acetonitrile 60:40 , v/v pH 5.0 ) , pumped isocratically at a flow rate of 1.5 ml min ( - 1 ) .	The HPLC separation was carried out by reversed phase chromatography on a C-18 absorbosphere column ( 150 x 4.6 mm i.@DRUG$ . 5 microm particle size ) with a phase composed of sodium acetate ( pH 4.7 ; 0.1 @DRUG$ )	0
1	Among the approximately 35 BZDs available, a select few are used for the management of seizures and epilepsy: clobazam, @DRUG$, clorazepate, diazepam, @DRUG$ and midazolam.	Among the approximately xxxv BZDs available , a select few are habituate for the management of seizure and epilepsy : clobazam , @DRUG$ , clorazepate , diazepam , @DRUG$ and midazolam .	Among the BZDs 35 , available , management select few are used for the a of seizures and epilepsy : clobazam , @DRUG$ approximately clorazepate , diazepam , @DRUG$ and midazolam .	Among the approximately 35 BZDs available , a select few are used for the management of seizures and epilepsy : clobazam , @DRUG$ , clorazepate , diazepam , @DRUG$ and midazolam .	Of the approximately 35 BZDs available, a select few are used for the management of seizures and epilepsy: clobazam, clorazepate, diazepam, midazolam, and @DRUG$.	1
0	Experiments on the structure-function relationships of recombinant K(ATP) channels and the phenotypes of mice deficient in different K(ATP) channel subunits have provided important insights into the mechanisms underlying sulphonylurea selectivity, and the potential consequences of @DRUG$(@DRUG$) channel blockade outside the pancreatic beta cell.	experimentation on the structure -function relationships of recombinant K( ATP ) channels and the phenotypes of mice deficient in different K( ATP ) channel fractional monetary unit have provided important insights into the mechanics rudimentary sulphonylurea selectivity , and the potential consequences of @DRUG$ ( @DRUG$ ) channel blockade outside the pancreatic genus beta cell .	of on the structure -function in of recombinant K( ATP ) channels and the phenotypes Experiments mice deficient relationships different K( ATP cell channel subunits have provided important blockade into the mechanisms underlying ( selectivity , and the potential consequences of @DRUG$ sulphonylurea @DRUG$ ) channel insights outside the pancreatic beta ) .	Experiments on the structure -function relationships recombinant ATP ) channels and phenotypes of deficient in different K( ATP ) channel subunits have provided important insights into the mechanisms underlying sulphonylurea selectivity , and the potential consequences of @DRUG$ ( @DRUG$ ) channel blockade outside the pancreatic beta cell .	The structure and function of recombinant K( ATP ) channels, as well as the phenotypes of mice deficient in different K( ATP ) channel subunits, has provided important insights into the mechanisms underlying sulphonylurea selectivity and the potential consequences of @DRUG$ ( @DRUG$ )	0
0	@DRUG$ 150 @DRUG$ could not be distinguished from placebo, though ibuprofen 400 mg was distinguished from placebo.	@DRUG$ cl @DRUG$ could not be distinguished from placebo , though ibuprofen 400 mg was distinguished from placebo .	@DRUG$ 150 @DRUG$ could not be distinguished from placebo , placebo ibuprofen 400 mg was distinguished from though .	@DRUG$ 150 @DRUG$ could not be distinguished from placebo , though ibuprofen mg was distinguished from placebo	@DRUG$ 150 @DRUG$ was no different from placebo when both were taken, but ibuprofen 400 mg was better than placebo .	0
0	This work describes the single adsorption of seven pharmaceuticals (carbamazepine, oxazepam, sulfamethoxazole, piroxicam, cetirizine, @DRUG$ and paroxetine) from @DRUG$ onto a commercially available activated carbon and a non-activated carbon produced by pyrolysis of primary paper mill sludge.	This work describes the i surface assimilation of seven pharmaceuticals ( carbamazepine , oxazepam , sulfamethoxazole , piroxicam , cetirizine , @DRUG$ and paroxetine ) from @DRUG$ onto a commercially available activated atomic number  and a non-activated atomic number  produced by pyrolysis of primary paper john stuart mill sludge .	This work describes onto single adsorption of seven pharmaceuticals ( carbamazepine , oxazepam , a , piroxicam , cetirizine pyrolysis @DRUG$ and paroxetine ) from @DRUG$ the a commercially available activated carbon and , non-activated carbon produced by sulfamethoxazole of primary paper mill sludge .	This work the single adsorption of seven pharmaceuticals ( carbamazepine , oxazepam , sulfamethoxazole , , cetirizine @DRUG$ and paroxetine ) from @DRUG$ onto commercially available activated carbon and a non-activated carbon by pyrolysis of primary paper mill sludge .	The pharmaceuticals carbamazepine, oxazepam, sulfamethoxazole, piroxicam, cetirizine, @DRUG$, and paroxetine were adsorbed singly from @DRUG$ onto a commercially available activated carbon and a non	0
0	Significant differences in daily food intake were observed in gerbils administered 2% FM-VP4 in the drinking water and 4% @DRUG$ in the diet and drinking @DRUG$ groups compared to controls.	Significant differences in daily food consumption were observed in gerbils administered 2 % FM - VP4 in the drinking water and 4 % @DRUG$ in the dieting and drinking @DRUG$ groups compared to master .	Significant differences in daily food intake were observed 4 gerbils administered 2 % drinking - VP4 in the drinking water and % in @DRUG$ in the diet and FM @DRUG$ groups compared to controls .	Significant in daily food intake were observed in gerbils administered 2 % FM - VP4 in the drinking water and 4 % @DRUG$ in diet and drinking @DRUG$ groups compared to controls .	Gerbils that drank water containing 2% FM-VP4 ate significantly less food than those that drank water without the drug, and gerbils that ate food containing 4% @DRUG$ ate significantly less food than those that ate food without the drug.	1
0	Pegvaliase, PEGylated recombinant Anabaena variabilis phenylalanine ammonia lyase (PAL), converts @DRUG$ to trans-cinnamic acid and @DRUG$, and is a potential enzyme substitution therapy to lower blood Phe in adults with PKU.	Pegvaliase , PEGylated recombinant Anabaena variabilis phenylalanine ammonia lyase ( PAL ) , converts @DRUG$ to trans-cinnamic acid and @DRUG$ , and is a electric potential enzyme substitution therapy to low blood Phe in adult with PKU .	Pegvaliase , PEGylated recombinant to variabilis phenylalanine ammonia lyase ( PAL ) , converts @DRUG$ Anabaena trans-cinnamic acid and @DRUG$ , and is a to enzyme substitution therapy adults lower blood Phe in potential with PKU .	Pegvaliase , recombinant Anabaena variabilis phenylalanine ammonia lyase PAL ) , converts @DRUG$ to trans-cinnamic acid and @DRUG$ is a potential substitution therapy to lower blood Phe in adults with .	Pegvaliase converts @DRUG$ to trans-cinnamic acid and @DRUG$, and is a potential enzyme substitution therapy to lower blood Phe in adults with PKU.	0
1	Various basic drugs, and warfarin also, at 50 microM displace prazosin 10 microM from its binding site on alpha 1-AGP and reduce the @DRUG$-spectra at 255 nm by 26% (disopyramide), 52% (mepivacaine), about 70% (@DRUG$, biperiden), and 90-100% (trihexyphenidyl, warfarin).	various basic drugs , and warfarin also , at 50 microM displace minipress 10 microM from its book binding site on alpha one - AGP and reduce the @DRUG$ - spectra at 255 nm by 26 % ( disopyramide ) , lii % ( mepivacaine ) , about 70 % ( @DRUG$ , biperiden ) , and xc - 100 % ( trihexyphenidyl , warfarin ) .	Various basic drugs , and 1 also 10 at 50 microM displace prazosin from microM , its binding site on alpha warfarin - AGP and reduce the @DRUG$ ) spectra at 255 nm by ) % ( disopyramide ) , 52 % ( mepivacaine 26 , about 70 % ( @DRUG$ , biperiden ) , and 90 - 100 % - trihexyphenidyl , warfarin ( .	Various basic drugs , and also , at 50 microM displace prazosin 10 microM from its binding site on alpha 1 - AGP and reduce the @DRUG$ - spectra at nm by 26 % ( disopyramide , 52 % ( mepivacaine ) , about 70 % @DRUG$ , biperiden ) , and 90 - 100 % ( trihexyphenidyl , warfarin ) .	Various basic drugs , and warfarin also , at 50 microM displace prazosin 10 microM from its binding site on alpha 1 - AGP and reduce the @DRUG$ - spectra at 255 nm by 26 % ( disopyramide ) , 52 % ( mep	1
0	Six hundred nineteen adult women undergoing open abdominal surgery were randomly assigned in equal ratios to 1 of 6 study arms: oral rolapitant in 5-mg, 20-mg, 70-mg, or 200-mg doses; IV @DRUG$ 4 @DRUG$; or placebo, stratified by history of PONV or motion sickness.	Six  nineteen adult women undergoing open abdominal muscle surgery were randomly assigned in equal ratio to 1 of half dozen study weapon : oral rolapitant in 5 - mg , 20 - mg , 70 - mg , or 200 - mg doses ; IV @DRUG$ 4 @DRUG$ ; or placebo , stratify by history of PONV or motion sickness .	of hundred nineteen adult women undergoing open abdominal surgery were randomly assigned in equal ratios to ; Six 6 study arms : oral rolapitant mg 5 , mg by 20 - mg , 70 - in - or 200 - mg doses 1 IV @DRUG$ 4 @DRUG$ ; or placebo , stratified , history of PONV or motion sickness .	Six hundred nineteen adult women undergoing open abdominal surgery were randomly assigned in equal ratios to 1 of 6 study : oral in 5 - mg , 20 - mg , 70 - mg , 200 - mg doses ; IV @DRUG$ 4 @DRUG$ ; or placebo , stratified by history of PONV or sickness .	Six hundred nineteen adult women undergoing open abdominal surgery were randomly assigned in equal ratios to 1 of 6 study arms : oral rolapitant in 5 - mg , 20 - mg , 70 - mg , or 200 - mg doses ; IV @DRUG$ 4 @DRUG$ ; or placebo , stratified by	0
0	Proteinuria three days after discontinuing the treatment with benazepril was 532.4 +/- 113.5, (p < 0.01), with @DRUG$: 561.3 +/- 128.5, (@DRUG$ < 0.01), and with captopril: 620.8 +/- 101.8, p = n.s. Post exercise proteinuria prior to treatment (mg/min.	Proteinuria three twenty four hours after discontinuing the treatment with benazepril was 532.4 +/- 113.5 , ( phosphorus < 0.01 ) , with @DRUG$ : 561.3 +/- 128.5 , ( @DRUG$ < 0.01 ) , and with captopril : 620.8 +/- 101.8 , phosphorus = n.s . mail exercise proteinuria anterior to treatment ( magnesium / min .	with , days treatment was the after Proteinuria benazepril discontinuing 532.4 +/- 113.5 , ( p < 0.01 ) , with @DRUG$ : 561.3 +/- 128.5 , ( @DRUG$ < 0.01 ) , and with captopril : 620.8 +/- 101.8 three p exercise n.s . Post = proteinuria prior to treatment ( mg / min .	Proteinuria three days after discontinuing the with benazepril was 532.4 113.5 , ( p < 0.01 ) , with @DRUG$ : 561.3 +/- 128.5 , ( @DRUG$ < 0.01 ) , and with captopril : 620.8 +/- 101.8 , p = n.s . Post exercise proteinuria prior ( mg / min .	Proteinuria three days after discontinuing the treatment with benazepril was 532.4 +/- 113.5 , ( p < 0.01 ) , with @DRUG$ : 561.3 +/- 128.5 , ( @DRUG$ < 0.01 ) , and with capt	0
0	The cardioselectivity and hypotensive properties of the beta 1-specific beta-blocker bisoprolol were investigated using a single-dose comparison of 10 and 20 mg bisoprolol, 100 @DRUG$ @DRUG$, and placebo in 12 hypertensive asthmatic patients.	The cardioselectivity and hypotensive properties of the beta 1 - specific beta- blocker bisoprolol were investigated using a single - dose compare of  and xx mg bisoprolol , 100 @DRUG$ @DRUG$ , and placebo in 12 hypertensive asthmatic patient .	using cardioselectivity and dose properties of patients beta 1 - specific beta- blocker bisoprolol were investigated The a single - hypotensive and of 10 comparison 20 mg bisoprolol , 100 @DRUG$ @DRUG$ , and placebo in 12 hypertensive asthmatic the .	The cardioselectivity and hypotensive of the beta 1 specific beta- blocker bisoprolol were investigated using a single - dose comparison of 10 and 20 bisoprolol , 100 @DRUG$ @DRUG$ , and placebo in 12 hypertensive asthmatic patients .	The cardioselectivity and hypotensive properties of the beta 1 - specific beta- blocker bisoprolol were investigated using a single - dose comparison of 10 and 20 mg bisoprolol , 100 @DRUG$ @DRUG$ , and placebo in 12 hypertensive asthmatic patients .	0
0	The paroxetine, fluoxetine, and sertraline groups differed significantly (p < 0.001, p < 0.001, p = 0.017, respectively) from placebo but the @DRUG$ group did not (@DRUG$ = 0.38).	The paroxetine , prozac , and sertraline groups differed importantly ( p < 0.001 , p < 0.001 , p = 0.017 , severally ) from placebo but the @DRUG$ group did not ( @DRUG$ = 0.38 ) .	fluoxetine paroxetine , not , and sertraline groups differed significantly ( p < 0.001 , p < 0.001 , p = 0.017 The respectively ) from placebo but the @DRUG$ group did , ( @DRUG$ = 0.38 ) .	The paroxetine , fluoxetine , and sertraline differed significantly ( p < 0.001 , p < 0.001 , p = 0.017 , respectively from placebo but the @DRUG$ group did not ( @DRUG$ = 0.38 ) .	The paroxetine, fluoxetine, and sertraline groups differed significantly from placebo but the @DRUG$ group did not.	1
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, @DRUG$, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, @DRUG$, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method allow for the spying of healing immersion of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic caustic , @DRUG$ , dolobid , etodolac , fenbufen , fenoprofen , flufenamic caustic , flurbiprofen , nuprin , indometacin , kebuzone , ketoprofen , lonazolac , @DRUG$ , mefenamic caustic , mofebutazone , naproxen , niflumic caustic , phenylbutazone , suxibuzone , tiaprofenic caustic , tolfenamic caustic , and tolmetin in urine samples .	This lonazolac , the detection , tiaprofenic concentrations of acemetacin , acetaminophen ( paracetamol ) naproxen acetylsalicylic acid , @DRUG$ , diflunisal , allowed , fenbufen , fenoprofen , flufenamic acid of flurbiprofen , niflumic , indometacin , kebuzone , ketoprofen , method , @DRUG$ , mefenamic acid , mofebutazone , , etodolac ibuprofen acid , phenylbutazone , suxibuzone , therapeutic acid , tolfenamic acid , and tolmetin in urine samples .	This method allowed the detection therapeutic concentrations of acemetacin , acetaminophen paracetamol ) acetylsalicylic acid , @DRUG$ , diflunisal , etodolac , fenbufen , fenoprofen flufenamic acid , , ibuprofen , , kebuzone , ketoprofen , lonazolac , @DRUG$ , mefenamic acid , mofebutazone , naproxen , niflumic acid , , suxibuzone , tiaprofenic acid tolfenamic acid and in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, @DRUG$, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic	1
0	Because of its lack of affinity for receptors of 5-HT, NE, DA, acetylcholine, histamine and naloxone, and its ability to inhibit @DRUG$ and @DRUG$ uptake simultaneously, LY248686 has a favorable pharmacological profile as a potential antidepressant drug.	Because of its lack of phylogenetic relation for receptors of 5 - HT , NE , DA , acetylcholine , histamine and naloxone , and its ability to inhibit @DRUG$ and @DRUG$ uptake simultaneously , LY248686 has a prosperous pharmacologic visibility as a potential antidepressant drug .	Because of its lack of affinity drug receptors of 5 histamine HT , NE , DA , acetylcholine antidepressant - and naloxone , and its has to inhibit @DRUG$ and @DRUG$ uptake simultaneously , LY248686 ability a favorable pharmacological profile as a potential , for .	Because of its lack of affinity for of 5 - HT , NE , , acetylcholine , histamine and naloxone , and its inhibit @DRUG$ and @DRUG$ uptake simultaneously , LY248686 has a favorable pharmacological profile as a potential antidepressant .	LY248686 has a favorable pharmacological profile as a potential antidepressant drug because it lacks affinity for receptors of 5 - HT, NE, DA, acetylcholine, histamine and naloxone, and it is able to inhibit @DRUG$ and @DRUG$ uptake simultaneously.	0
0	In conclusion, @DRUG$ compared to FFP, the use of @DRUG$ for warfarin reversal was associated with a significant reduction in all-cause mortality, more rapid INR reduction, and less volume overload without an increased risk of thromboembolic events.	indiana conclusion , @DRUG$ compared to FFP , the use of @DRUG$ for coumadin reversal was associated with a significant reduction in all - effort mortality , more rapid INR reduction , and less volume overload without an increased risk of thromboembolic issue .	events conclusion , @DRUG$ compared to FFP , the use of @DRUG$ for warfarin volume was associated with a significant reduction in INR - cause mortality , more rapid all reduction , and less reversal overload thromboembolic an increased risk of without In .	conclusion , @DRUG$ compared to FFP , the use of @DRUG$ for warfarin reversal was associated with significant in all - cause mortality , more INR reduction , and less overload without an increased risk of thromboembolic .	@DRUG$ is better than FFP for warfarin reversal, resulting in a significant reduction in all-cause mortality, more rapid INR reduction, and less volume overload without an increased risk of thromboembolic events.	1
1	Bromazepam pharmacokinetics: influence of age, gender, oral contraceptives, @DRUG$, and @DRUG$.	Bromazepam pharmacokinetics : influence of age , gender , oral preventative , @DRUG$ , and @DRUG$ .	Bromazepam pharmacokinetics : influence of age , gender , oral contraceptives , @DRUG$ , and @DRUG$ .	Bromazepam pharmacokinetics : influence of age , gender , contraceptives , @DRUG$ , and @DRUG$ .	The pharmacokinetics of bromazepam (how the drug is absorbed, distributed, metabolized, and excreted) can be affected by a person's age, gender, whether they are taking oral contraceptives, and which other drugs they are taking.	1
1	Voriconazole versus a regimen of @DRUG$ followed by @DRUG$ for candidaemia in non-neutropenic patients: a randomised non-inferiority trial.	Voriconazole versus a regime of @DRUG$ followed by @DRUG$ for candidaemia in non-neutropenic patients : a randomized non-inferiority trial .	Voriconazole versus randomised regimen of @DRUG$ followed by @DRUG$ for candidaemia in non-neutropenic patients trial a a non-inferiority : .	Voriconazole versus a regimen of @DRUG$ followed by @DRUG$ for candidaemia in non-neutropenic patients : a randomised non-inferiority .	Voriconazole versus a regimen of @DRUG$ followed by @DRUG$ for candidaemia in non-neutropenic patients : a randomised non-inferiority trial ."DRUGA is the drug Voriconazole, and DRUGB is the	0
1	In clinical studies, @DRUG$ has demonstrated comparable antidepressant activity to other drug classes, including tricyclic antidepressants (TCAs), selective @DRUG$ reuptake inhibitors (SSRIs) and serotonin-noradrenaline (norepinephrine) reuptake inhibitors (SNRIs).	indium clinical studies , @DRUG$ has demonstrated corresponding antidepressant activity to other drug classes , including tricyclic antidepressant drug antidepressants ( TCAs ) , selective @DRUG$ reuptake inhibitors ( selective serotonin reuptake inhibitor ) and serotonin-noradrenaline ( norepinephrine ) reuptake inhibitors ( SNRIs ) .	In clinical studies , @DRUG$ classes demonstrated comparable antidepressant activity ) other drug has , including ) antidepressants ( TCAs ) , selective @DRUG$ reuptake inhibitors ( SSRIs and ) serotonin-noradrenaline ( norepinephrine to reuptake inhibitors ( SNRIs tricyclic .	In studies , @DRUG$ has demonstrated comparable antidepressant activity other drug classes , including tricyclic antidepressants ( TCAs ) , selective @DRUG$ reuptake inhibitors ( SSRIs and serotonin-noradrenaline ( norepinephrine ) inhibitors ( SNRIs ) .	@DRUG$ has been shown to be just as effective as other antidepressant drugs in clinical studies, including tricyclic antidepressants, selective serotonin reuptake inhibitors, and serotonin-noradrenaline reuptake inhibitors.	1
0	@DRUG$ a result, CaM may inhibit @DRUG$ permeation through NMDARs.	@DRUG$ a result , CaM crataegus oxycantha inhibit @DRUG$ permeation through NMDARs .	@DRUG$ may result , CaM a inhibit @DRUG$ permeation through NMDARs .	@DRUG$ a result , CaM may inhibit @DRUG$ permeation through NMDARs .	@DRUG$ can be a result of @DRUG$ activity, and CaM may inhibit DRUGB permeation through NMDARs.	0
0	Piperaquine-based ACT began as China-Vietnam 4 (CV4): dihydroartemisinin [DHA], trimethoprim, piperaquine phosphate and @DRUG$ phosphate), which was followed by CV8 (the same components as CV4 but in increased quantities), Artecom (in which primaquine was omitted) and Artekin or Duo-Cotecxin (DHA and piperaquine @DRUG$ only).	Piperaquine - establish do began as China-Vietnam  ( CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine phosphate and @DRUG$ phosphate ) , which was postdate by CV8 ( the same portion as CV4 but in increase quantities ) , Artecom ( in which primaquine was omitted ) and Artekin or Duo-Cotecxin ( DHA and piperaquine @DRUG$ only ) .	Piperaquine - based 4 began as China-Vietnam ACT ( CV4 ) : dihydroartemisinin [ omitted ] but trimethoprim , piperaquine phosphate and @DRUG$ phosphate ) CV8 which was followed by DHA ( the same components as CV4 which in increased quantities ) , Artecom ( in , primaquine was , ) and Artekin or Duo-Cotecxin ( DHA and piperaquine @DRUG$ only ) .	Piperaquine - based ACT began as China-Vietnam 4 CV4 ) : dihydroartemisinin DHA ] , trimethoprim , piperaquine phosphate @DRUG$ phosphate ) , which was by CV8 ( the same components as CV4 but in increased ) , Artecom in which primaquine was omitted ) and Artekin or Duo-Cotecxin ( DHA and piperaquine @DRUG$ only )	Piperaquine - based ACT began as China-Vietnam 4 ( CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine phosphate and @DRUG$ phosphate ) , which was followed by CV8 ( the same components as	1
0	METHODS: In this prospective study, 60 migraine patients without aura were randomly assigned to @DRUG$ XR 75 mg, venlafaxine XR 150 @DRUG$, or placebo.	method acting : In this prospective study , 60 migraine patient without aura were randomly assigned to @DRUG$ XR 75 mg , venlafaxine XR 150 @DRUG$ , or placebo .	METHODS without In this prospective study , 60 migraine patients 150 aura were randomly assigned to @DRUG$ XR 75 mg , venlafaxine XR : @DRUG$ , or placebo .	METHODS : In this prospective study , 60 migraine patients without aura were randomly assigned to @DRUG$ XR 75 mg , venlafaxine XR 150 @DRUG$ or placebo	60 migraine patients without aura were randomly assigned to @DRUG$ XR 75 mg, venlafaxine XR 150 mg, or placebo.	1
0	The clearance, volume of distribution, and terminal half-life estimates from population pharmacokinetic (PopPK) analysis of 0.200 L/day, 6.91 @DRUG$, and 27 days, respectively, were @DRUG$ expected for an IgG1.	The clearance , mass of distribution , and terminal half - life estimates from universe pharmacokinetic ( PopPK ) analysis of 0.200 L / clarence day , 6.91 @DRUG$ , and 27 days , severally , were @DRUG$ expected for an IgG1 .	The clearance , volume of distribution , and terminal , - life estimates ) population pharmacokinetic ( PopPK , analysis and 0.200 L / day from 6.91 @DRUG$ , of 27 days half respectively , were @DRUG$ expected for an IgG1 .	The clearance , volume of distribution , and terminal half - life estimates from population pharmacokinetic ( PopPK ) analysis of 0.200 L / , @DRUG$ , and days , respectively were @DRUG$ expected for an IgG1 .	The clearance , volume of distribution , and terminal half - life estimates from population pharmacokinetic ( PopPK ) analysis of 0.200 L / day , 6.91 @DRUG$ , and 27 days , respectively , were @DRUG$ expected for an IgG1 ."This means that	0
0	The three IDH isoforms (nicotinamide @DRUG$ dinucleotide phosphate-dependent IDH1 and IDH2, and @DRUG$ adenine dinucleotide-dependent IDH3) contribute to regulating the circuitry of central metabolism.	The triad IDH isoforms ( nicotinamide @DRUG$ dinucleotide orthophosphate - dependent IDH1 and IDH2 , and @DRUG$ adenine dinucleotide - dependent IDH3 ) bring to regulating the circuitry of central metabolism .	The three IDH isoforms ( nicotinamide @DRUG$ dinucleotide - - dependent IDH1 and dinucleotide , and @DRUG$ adenine IDH2 to dependent IDH3 ) contribute phosphate regulating the circuitry of central metabolism .	The three IDH isoforms ( nicotinamide @DRUG$ dinucleotide phosphate dependent IDH1 and IDH2 , and @DRUG$ adenine dinucleotide - dependent IDH3 ) contribute to regulating of central metabolism .	The three IDH isoforms ( nicotinamide @DRUG$ dinucleotide phosphate - dependent IDH1 and IDH2 , and @DRUG$ adenine dinucleotide - dependent IDH3 ) regulate the circuitry of central metabolism .	0
0	To investigate the effects of zopiclone on the central nervous system, we examined the effects of zopiclone on brain monoamines such as @DRUG$ (DA), noradrenaline (NA) and serotonin (5-HT) and their metabolites such @DRUG$ homovanillic acid (HVA) and 5-hydroxyindoleacetic acid (5-HIAA), as well as locomotor activity in comparison with those of nitrazepam and flurazepam.	To investigate the issue of zopiclone on the fundamental nervous system , we examined the issue of zopiclone on psyche monoamine such as @DRUG$ ( da ) , noradrenaline ( NA ) and  hydroxytryptamine ( 5 - HT ) and their metabolites such @DRUG$ homovanillic acid ( HVA ) and 5 - hydroxyindoleacetic acid ( 5 - HIAA ) , as well as locomotor activity in comparison with those of nitrazepam and dalmane .	To examined the effects of zopiclone on the central activity system and we investigate the effects of zopiclone 5 brain monoamines such as @DRUG$ ( DA ) , noradrenaline ( NA ) and serotonin HIAA 5 - HT ) , their metabolites such @DRUG$ homovanillic acid ( HVA ) and on - hydroxyindoleacetic acid ( 5 - ( ) , as well as locomotor nervous of comparison with flurazepam in nitrazepam and those .	To investigate the effects of on the central system , we examined the effects of zopiclone on brain monoamines such as @DRUG$ ( DA ) ( NA ) and serotonin ( 5 - HT ) and their metabolites such @DRUG$ homovanillic acid ( HVA ) - hydroxyindoleacetic acid ( 5 - HIAA , as well as in comparison with those of nitrazepam and .	Zopiclone affects brain monoamines such as DA, NA, and 5-HT, as well as their metabolites such as HVA and 5-HIAA, and also affects locomotor activity.	1
0	PROCEDURES: Cats were given saline (0.9% NaCl) solution followed by @DRUG$ alone (100 microg/kg [45.4 microg/lb], i.m.), saline solution followed by a combination of romifidine (40 microg/kg [18.1 microg/lb], i.m.) and butorphanol (0.2 mg/kg [0.09 mg/lb], i.@DRUG$.), or atropine (0.04 mg/kg [0.02 mg/lb], s.c.) followed by romifidine (40 microg/kg, i.m.) and butorphanol (0.2 mg/kg, i.m.).	operation : big cat were given saline solution ( 0.9 % NaCl ) solvent followed by @DRUG$ unequalled ( one hundred microg / kilogram [ 45.4 microg / pound ] , i.m. ) , saline solution solvent followed by a combination of romifidine ( twoscore microg / kilogram [ 18.1 microg / pound ] , i.m. ) and butorphanol ( 0.2 magnesium / kilogram [ 0.09 magnesium / pound ] , i.@DRUG$ . ) , or atropine ( 0.04 magnesium / kilogram [ 0.02 magnesium / pound ] , s.c. ) followed by romifidine ( twoscore microg / kilogram , i.m. ) and butorphanol ( 0.2 magnesium / kilogram , i.m. ) .	PROCEDURES : Cats saline given were ( 0.9 % NaCl ) solution followed by [ / ( 100 40 / kg @DRUG$ 45.4 microg alone lb ] , lb ) , saline solution followed by a combination ] romifidine ( 40 microg / kg / 18.1 microg / lb of , i.m. microg and butorphanol ( 0.2 mg / kg [ 0.09 mg / i.m. ] , i.@DRUG$ . ) , [ atropine ( 0.04 mg or kg [ 0.02 mg / lb ] , s.c. ) followed by romifidine ( microg ) / kg , i.m. ) and butorphanol ( 0.2 mg / kg , i.m. ) .	PROCEDURES : Cats were ( % NaCl ) solution followed by @DRUG$ alone ( 100 microg / kg [ 45.4 / lb ] , i.m. ) , saline solution by a combination of romifidine ( 40 microg / kg [ microg / lb ] , i.m. ) and butorphanol ( 0.2 mg / kg [ 0.09 mg / lb , . ) , or atropine ( 0.04 mg / kg [ 0.02 mg / lb ] , s.c. ) by romifidine microg / , i.m. ) and butorphanol ( 0.2 mg / kg , .	Cats were given saline ( 0.9 % NaCl ) solution followed by @DRUG$ alone ( 100 microg / kg [ 45.4 microg / lb ] , i.m. ) , saline solution followed by a combination of romifidine ( 40 microg / kg [ 18	1
0	METHOD: Ten patients with DSM-IV chronic or intermittent psychotic disorders (ages 12.3 through 15.9 years) participated in an open-label, rising-dose trial and received oral doses of quetiapine twice daily (b.i.d.), starting at 25 @DRUG$ b.i.@DRUG$. and reaching 400 mg b.i.d. by day 20.	METHOD : Ten patient role with DSM -IV chronic or intermittent psycho disorders ( ages 12.3 through 15.9 eld ) participated in an open-label , rising - dose trial and received oral doses of quetiapine twice daily ( b.i.d. ) , starting at xxv @DRUG$ b.i.@DRUG$ . and reaching 400 mg b.i.d. by daytime 20 .	12.3 : Ten patients with DSM -IV chronic intermittent or psychotic disorders an ages METHOD through 15.9 years ) participated in ( open-label , rising - , trial and received oral doses of quetiapine twice daily ( b.i.d. ) dose starting at @DRUG$ 25 b.i.@DRUG$ . and reaching 400 mg b.i.d. by day 20 .	METHOD : Ten patients with -IV intermittent psychotic disorders ( ages 12.3 15.9 ) participated in an open-label rising - dose trial and oral doses of quetiapine twice daily ( b.i.d. ) , starting at 25 @DRUG$ b.i.@DRUG$ . and reaching 400 mg b.i.d. by day .	The patients received doses of quetiapine, starting at 25 mg twice daily (b.i.d.) and reaching 400 mg b.i.d. by day 20.	1
0	Both tests are applicable to a very large variety of honeys from different floral and geographical origins (rosemary, lavender, scrub, heath, alder, forest, @DRUG$, acacia, chestnut, raspberry, mountain and flowers) as well as honey of different colours (from blank honey to brown @DRUG$, including yellow and orange honey).	Both tests are applicable to a very large salmagundi of honeys from different floral and geographical extraction ( rosemary , lavender , scrub , heathland , alder , forest , @DRUG$ , acacia , chestnut , raspberry , plenty and flowers ) as well as honey of different colouring material ( from blank honey to brown @DRUG$ , including sensationalistic and orange honey ) .	Both , are applicable ) a very large variety of honeys from , floral and geographical origins ( rosemary tests lavender , scrub , as , alder , forest , @DRUG$ , acacia , chestnut , raspberry from mountain and orange ) heath well as honey of different colours ( different blank honey to brown @DRUG$ , including yellow and flowers honey to .	Both tests are applicable to a very variety of honeys from different floral and geographical origins rosemary , lavender scrub , heath , alder , forest , @DRUG$ , acacia , chestnut , raspberry , mountain and flowers ) as well as honey of different colours ( from blank honey brown @DRUG$ including and orange honey ) .	Both tests are applicable to a very large variety of honeys from different floral and geographical origins, as well as honey of different colours.	1
0	Other classes of drugs that demonstrated inhibition of aldehyde oxidase included phenothiazines, tricyclic antidepressants, tricyclic atypical antipsychotic agents, and dihydropyridine calcium channel blockers, along with some other drugs, including loratadine, @DRUG$, amodiaquine, maprotiline, ondansetron, propafenone, domperidone, @DRUG$, ketoconazole, verapamil, tacrine, and salmeterol.	Other classes of dose that demonstrate inhibition of aldehyde oxidase included phenothiazine , tricyclic antidepressants , tricyclic untypical major tranquilliser agents , and dihydropyridine calcium channel blockers , along with some other dose , including loratadine , @DRUG$ , amodiaquine , maprotiline , ondansetron , propafenone , domperidone , @DRUG$ , ketoconazole , verapamil , tacrine , and salmeterol .	Other classes of drugs that , inhibition of aldehyde oxidase included phenothiazines , tricyclic ketoconazole , tricyclic atypical antipsychotic agents , and dihydropyridine calcium channel blockers including along , and other drugs , demonstrated loratadine , @DRUG$ , amodiaquine , maprotiline , ondansetron with propafenone , domperidone , @DRUG$ , antidepressants , verapamil , tacrine , some salmeterol .	Other of that demonstrated inhibition of aldehyde oxidase included , tricyclic antidepressants , tricyclic atypical antipsychotic agents , and dihydropyridine calcium blockers , along with other drugs , including loratadine , @DRUG$ , amodiaquine , maprotiline , ondansetron , propafenone , domperidone , @DRUG$ , ketoconazole , verapamil , tacrine , and .	Some other drugs, including loratadine, @DRUG$, amodiaquine, maprotiline, ondansetron, propafenone, domperidone, @DRUG$, ketoconazole, verapamil, tacrine, and	0
0	CONCLUSIONS: The results suggest that DRV/@DRUG$ QD with ETR 400 mg QD or 200 @DRUG$ BID is appropriate and support further evaluation of the safety and efficacy of the once-daily regimen in older children, adolescents, and young adults.	CONCLUSIONS : The results suggest that DRV / @DRUG$ QD with ETR 400 mg QD or 200 @DRUG$ BID is appropriate and financial backing further rating of the safety and efficacy of the once-daily regimen in older fry , adolescent , and young adults .	CONCLUSIONS : The results in that DRV / @DRUG$ QD with ETR 400 mg QD or 200 @DRUG$ BID is appropriate and , further evaluation regimen the safety and of efficacy the once-daily of suggest older children , adolescents support and young adults .	CONCLUSIONS : The results suggest that DRV / @DRUG$ QD with ETR 400 mg QD or 200 @DRUG$ BID is appropriate and evaluation of the safety and efficacy of once-daily regimen in older children , adolescents , and young adults	The results suggest that DRV / @DRUG$ QD with ETR 400 mg QD or 200 @DRUG$ BID is appropriate and support further evaluation of the safety and efficacy of the once-daily regimen in older children , adolescents , and young adults .	0
0	In patients with acute GORD with oesophagitis, omeprazole is at least as effective @DRUG$ lansoprazole or @DRUG$ in promoting healing, and superior to ranitidine, cimetidine or cisapride in oesophagitis healing and symptom relief.	In patients with acute GORD with esophagitis , omeprazole is at to the lowest degree as effective @DRUG$ lansoprazole or @DRUG$ in promoting healing , and superior to zantac , cimetidine or cisapride in esophagitis healing and symptom relief .	In patients with cimetidine GORD with as , omeprazole is at least oesophagitis effective @DRUG$ lansoprazole or @DRUG$ in promoting healing , and superior to ranitidine relief acute or cisapride in oesophagitis healing and symptom , .	In patients with acute GORD with oesophagitis , omeprazole is at least as effective @DRUG$ lansoprazole or @DRUG$ in promoting healing , and superior to ranitidine , or in oesophagitis healing and symptom relief .	In patients with acute GORD with oesophagitis, omeprazole is more effective than lansoprazole or @DRUG$ in promoting healing, and superior to ranitidine, cimetidine or cisapride in oesophagitis healing and symptom relief.	1
0	For patients with strongly suspected (or confirmed) HIT, whether or not complicated by thrombosis, we recommend use of an alternative, nonheparin anticoagulant (danaparoid [Grade 1B], lepirudin [Grade 1C], argatroban [Grade 1C], fondaparinux [Grade 2C], or bivalirudin [Grade 2C]) over the further use of unfractionated heparin (UFH) or low-molecular-weight @DRUG$ (LMWH) therapy or initiation/continuation of @DRUG$ antagonists (VKAs) [Grade 1B].	For patient with strongly suspected ( or substantiate ) score , whether or not rarify by thrombosis , we advocate use of an substitute , nonheparin decoagulant ( danaparoid [ rank 1B ] , lepirudin [ rank 1C ] , argatroban [ rank 1C ] , fondaparinux [ rank 2C ] , or bivalirudin [ rank 2C ] ) over the further use of unfractionated heparin ( UFH ) or low-molecular- free weight @DRUG$ ( LMWH ) therapy or initiation / continuation of @DRUG$ antagonists ( VKAs ) [ rank 1B ] .	For , with strongly suspected ( or confirmed ) HIT , whether or not complicated by thrombosis or we recommend use of an alternative , nonheparin anticoagulant ( danaparoid [ Grade of ] [ lepirudin of Grade 1C ] , argatroban patients Grade 1C ] , fondaparinux [ Grade 2C ] low-molecular- or bivalirudin ( Grade heparin ] ) over the further use [ unfractionated 2C ( UFH ) or , weight @DRUG$ ( LMWH ) therapy , initiation / continuation 1B @DRUG$ antagonists [ VKAs ) [ Grade 1B ] .	For patients with strongly suspected ( or confirmed ) HIT , whether complicated by thrombosis , use of nonheparin anticoagulant ( danaparoid [ Grade 1B ] , lepirudin [ Grade 1C ] , argatroban [ Grade 1C ] , fondaparinux [ Grade 2C ] , or bivalirudin [ Grade 2C over the further use of unfractionated heparin ( UFH ) or low-molecular- weight @DRUG$ ( LMWH ) therapy initiation / continuation of @DRUG$ antagonists ( VKAs ) [ Grade 1B ] .	For patients with strongly suspected ( or confirmed ) HIT , whether or not complicated by thrombosis , we recommend use of an alternative , nonheparin anticoagulant ( danaparoid [ Grade 1B ] , lepirudin [ Grade 1C ] , argatro	1
0	In vitro and in microiontophoresis, @DRUG$ behaves @DRUG$ a 5-HT(1A) agonist, a very weak partial agonist on dopamine D(4) receptors, and a 5-HT(2A) antagonist.	in vitro and in microiontophoresis , @DRUG$ behaves @DRUG$ a 5 - HT ( 1A ) agonist , a very weak partial agonist on dopastat D( 4 ) sense organ , and a 5 - HT ( 2A ) resister .	In HT and in microiontophoresis , @DRUG$ behaves @DRUG$ ( 5 - HT ( 1A ) agonist , very a weak partial agonist on a D( 4 ) receptors , and a 5 - vitro dopamine 2A ) antagonist .	In vitro and in microiontophoresis @DRUG$ behaves @DRUG$ 5 - HT ( 1A ) agonist a very weak partial agonist on dopamine D( 4 ) , a 5 - HT ( 2A ) antagonist	@DRUG$ behaves as a 5-HT (1A) agonist, a very weak partial agonist on dopamine D(4) receptors, and a 5-HT (2A) antagonist.	1
0	In this trial, Natustat (Alltech, Inc., Nicholasville, KY), a proprietary plant-derived product, was used at 1.925 kg/tonne and compared with @DRUG$ in male hybrid @DRUG$ diets to 42 days of age on histomonad infected litter (day 7) from broiler breeders.	indiana this trial , Natustat ( Alltech , Inc. , Nicholasville , KY ) , a proprietary plant-derived product , was secondhand at 1.925 kilogram / tonne and compared with @DRUG$ in male person hybrid @DRUG$ diets to 42 days of age on histomonad infected litter ( day septenary ) from broiler breeders .	In this trial , Natustat ( Alltech , Inc. on Nicholasville , KY ) plant-derived a histomonad , product , was used at 1.925 kg 7 tonne and compared with @DRUG$ in breeders hybrid @DRUG$ diets to 42 days of age , proprietary infected litter ( day / ) from broiler male .	In this trial Natustat ( Alltech , Inc. , Nicholasville , ) , a proprietary plant-derived product , was used at 1.925 kg / tonne and compared with @DRUG$ in male hybrid @DRUG$ diets to 42 days of age on infected litter ( day 7 ) from broiler breeders .	Natustat ( Alltech , Inc. , Nicholasville , KY ) was used at 1.925 kg / tonne and compared with @DRUG$ in male hybrid @DRUG$ diets to 42 days of age on histomonad infected litter ( day 7 ) from broiler breeders .	0
1	In patients with mild-to-moderate hypertension, @DRUG$ has proved superior to other antihypertensive agents (valsartan, @DRUG$, ramipril, perindopril, and atenolol) in controlling blood pressure particularly towards the end of the dosing interval.	indiana patients with mild- to-moderate hypertension , @DRUG$ has proved superior to other antihypertensive agents ( valsartan , @DRUG$ , ramipril , perindopril , and tenormin ) in controlling blood imperativeness particularly towards the end of the dosing musical interval .	In hypertension with mild- to-moderate patients , @DRUG$ atenolol proved superior to other antihypertensive agents ( valsartan , @DRUG$ , ramipril , perindopril , and has towards in controlling blood pressure particularly ) the the of end dosing interval .	In patients mild- to-moderate hypertension , @DRUG$ has proved superior to other antihypertensive agents ( valsartan , @DRUG$ , ramipril , perindopril and atenolol in controlling blood pressure particularly towards the end of the dosing interval .	@DRUG$ is better than other antihypertensive agents in controlling blood pressure, particularly towards the end of the dosing interval.	1
0	Antimotility agents (@DRUG$, Diphenoxylate, Codeine) and adsorbents (Bismuth Subsalicylate, Kaolin/@DRUG$, Attapulgite) are readily available, and have been found to be useful in this condition and so, are often used.	Antimotility agents ( @DRUG$ , Diphenoxylate , codeine ) and adsorbents ( Bismuth Subsalicylate , Kaolin / @DRUG$ , Attapulgite ) are pronto available , and have been receive to be useful in this condition and so , are often exploited .	Antimotility agents ( @DRUG$ , Diphenoxylate , Codeine ) and adsorbents in Bismuth Subsalicylate , condition / @DRUG$ , Attapulgite , are readily available , and have often found to be useful ( this Kaolin and so ) are been used .	Antimotility agents ( @DRUG$ , Diphenoxylate , Codeine ) and adsorbents ( Bismuth Subsalicylate , Kaolin / @DRUG$ Attapulgite ) are readily available , and have been to be useful in this condition and so are used .	Antimotility agents (@DRUG$) and adsorbents (@DRUG$) are readily available, and have been found to be useful in this condition and so, are often used.	0
0	The s.c. administration of @DRUG$ (10-300 mg kg-1), R-(-) (3-100 @DRUG$ kg-1) or S-(+)-3-isobutylgaba (3-100 mg kg-1) failed to inhibit gastrointestinal motility, as measured by the charcoal meal test in the rat.	The s.c. administration of @DRUG$ ( 10-300 atomic number  kg - 1 ) , R -(- ) ( 3-100 @DRUG$ kg - 1 ) or entropy -(+ ) - 3 - isobutylgaba ( 3-100 atomic number  kg - 1 ) failed to inhibit gi motion , as measured by the charcoal meal trial in the rat .	The s.c. administration mg @DRUG$ ( 10-300 mg kg - 1 ) , R -(- ) ( 3-100 @DRUG$ kg - 1 ) or S -(+ ) test 3 rat isobutylgaba ( 3-100 of 1 motility kg ) failed to inhibit gastrointestinal - , as measured by the charcoal meal - in the - .	The administration of @DRUG$ ( 10-300 mg kg ) , R -(- ) ( 3-100 @DRUG$ kg - ) or S -(+ ) - 3 - ( 3-100 mg kg - 1 ) failed to inhibit gastrointestinal motility , as measured the charcoal test in the .	The s.c. administration of @DRUG$ ( 10-300 mg kg - 1 ) , R -(- ) ( 3-100 @DRUG$ kg - 1 ) or S -(+ ) - 3 - isobutylgaba ( 3-100 mg kg - 1 ) failed	0
0	No effect was observed when alpha-naphthoflavone and @DRUG$ were employed @DRUG$ inhibitors, but reaction with furafylline produced, on average, a maximum inhibition of 23%.	No effect was observed when alpha-naphthoflavone and @DRUG$ were employed @DRUG$ inhibitors , but reaction with furafylline produced , on mediocre , a maximum inhibition of twenty three % .	No a was observed when alpha-naphthoflavone and @DRUG$ were employed @DRUG$ inhibitors , but reaction with furafylline produced , on average effect , maximum inhibition of 23 % .	effect was observed when alpha-naphthoflavone and @DRUG$ were employed @DRUG$ inhibitors , but reaction with furafylline produced , on average , maximum inhibition of % .	No effect was observed when alpha-naphthoflavone and @DRUG$ were employed @DRUG$ inhibitors , but reaction with furafylline produced , on average , a maximum inhibition of 23 % .	0
1	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, @DRUG$, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (eptinezumab, teprotumumab, enfortumab vedotin, isatuximab, [fam-]trastuzumab deruxtecan, inebilizumab, leronlimab, @DRUG$, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	atomic number  this meter , a total of quintuplet refreshing antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , @DRUG$ , and crizanlizumab ) had been granted a first base approval in either the US or EU , and selling applications for 13 refreshing antibody therapeutics ( eptinezumab , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , leronlimab , @DRUG$ , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergo review in these regions , which represent the john major mart for antibody therapeutics .	At this time , naxituximab total of 5 , narsoplimab therapeutics ( romosozumab , risankizumab , polatuzumab for , @DRUG$ novel and crizanlizumab ) had ( granted a first approval in regions the US or EU , and , applications vedotin 13 novel antibody therapeutics been eptinezumab , teprotumumab , enfortumab vedotin , isatuximab marketing [ fam - ] trastuzumab deruxtecan , inebilizumab , undergoing , @DRUG$ , satralizumab , antibody , tafasitamab , REGNEB3 and a ) were leronlimab review in these either , which represent the major markets for antibody therapeutics .	At this time , a total of 5 novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , @DRUG$ , and crizanlizumab ) had been granted first approval in either the US or EU , and marketing applications for 13 novel antibody therapeutics eptinezumab , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab leronlimab , @DRUG$ , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) undergoing review in these regions , which represent the major markets for antibody therapeutics	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, @DRUG$, and crizanlizumab) had been granted a first approval in either the US or EU,	1
0	The deer in this group received a combination of azaperone 0.3 mg/kg i.@DRUG$. and zuclopenthixol acetate 1 @DRUG$/kg i.m. before reversal with tolazoline 2 mg/kg i.m. All deer were recovered in a trailer before being moved in small groups to the new facility and released into the new enclosures.	The deer in this group received a combination of azaperone 0.3 magnesium / kg i.@DRUG$ . and zuclopenthixol acetate rayon 1 @DRUG$ / kg i.m. before reversal with tolazoline ii magnesium / kg i.m . All deer were recovered in a trailer before being incite in low groups to the new facility and released into the new enclosures .	/ 0.3 in this group received a combination of azaperone deer mg The kg i.@DRUG$ . and facility acetate 1 @DRUG$ / kg i.m. before reversal with tolazoline 2 mg / kg i.m small All deer were recovered in a trailer before being moved in groups . to the new zuclopenthixol and released into the new enclosures .	The deer in this group a combination of 0.3 mg / i.@DRUG$ . and zuclopenthixol acetate 1 @DRUG$ / kg i.m. reversal with tolazoline 2 mg / i.m . All deer were recovered a trailer before being moved in small groups to the new facility and released the new enclosures .	The deer in this group received a combination of azaperone 0.3 mg / kg i.@DRUG$ and zuclopenthixol acetate 1 @DRUG$ / kg i.m. before reversal with tolazoline 2 mg / kg i.m . All deer were	0
0	"In captive rhinoceroses conditioned to routine handling, a combination of butorphanol and @DRUG$ at mean (+/- SD) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 @DRUG$, respectively, was used to produce levels of neuroleptanalgesia ranging from light ""standing"" sedation to deeper planes of anesthesia producing sternal and lateral recumbency."	" In confined rhinoceroses check to workaday manage , a combination of butorphanol and @DRUG$ at mean ( + /- SD ) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 @DRUG$ , respectively , was used to produce levels of neuroleptanalgesia ranging from light " " brook " " sedation to deeper planes of anesthesia acquire sternal and lateral recumbency . "	" In captive rhinoceroses conditioned to routine handling , lateral combination of butorphanol from @DRUG$ " mean ( + /- SD ) doses deeper 69.3 +/- 18.0 mg and 103.1 +/- 20.9 @DRUG$ , respectively , was at to produce levels of neuroleptanalgesia ranging and light used " of " " sedation to standing planes of anesthesia producing sternal and a recumbency . "	In captive rhinoceroses conditioned to routine , a combination of butorphanol and @DRUG$ at mean ( + /- SD ) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 @DRUG$ respectively , was used to produce of neuroleptanalgesia ranging from light " " standing " " sedation to planes of anesthesia producing and lateral recumbency .	In captive rhinoceroses conditioned to routine handling, a combination of butorphanol and @DRUG$ at mean ( + /- SD ) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 @DRUG$, respectively, was used to produce levels of	0
1	The mixed serotonin-2/@DRUG$-D2 antagonists risperidone and ocaperidone were compared with the specific D2 antagonist haloperidol for their ability to antagonize @DRUG$ (10 mg/kg, s.c.)-induced stereotypy in rats.	The mixed serotonin-2 / @DRUG$ - D2 antagonists risperidone and ocaperidone were compared with the specific D2 antagonist haldol for their ability to antagonize @DRUG$ ( 10 mg / kilogram , s.c. ) - make stereotypy in rats .	The mixed serotonin-2 / @DRUG$ - D2 antagonists risperidone and ocaperidone were compared with the specific D2 antagonist haloperidol , their ability to antagonize @DRUG$ ( 10 stereotypy / kg for s.c. ) - induced mg in rats .	The serotonin-2 / @DRUG$ - D2 antagonists risperidone and were compared with the specific D2 antagonist haloperidol for ability to antagonize @DRUG$ ( 10 mg / kg , s.c. ) - induced in .	Risperidone and ocaperidone, which are mixed serotonin-2 / @DRUG$ - D2 antagonists, were found to be just as effective as haloperidol, a specific D2 antagonist, in blocking @DRUG$ - induced stereotypy in rats.	0
0	Metabolism of @DRUG$ in human liver microsomes was inhibited by TlCl(3) and that in human liver cytosol was inhibited by dicumarol and @DRUG$.	Metabolism of @DRUG$ in human liver colored microsome was inhibited by TlCl ( 3 ) and that in human liver colored cytosol was inhibited by dicumarol and @DRUG$ .	Metabolism of @DRUG$ by human liver microsomes was inhibited in TlCl ( 3 in and that ) human liver cytosol was inhibited by dicumarol and @DRUG$ .	Metabolism of @DRUG$ in human liver microsomes was inhibited by ( 3 ) and in human liver cytosol was inhibited dicumarol and @DRUG$ .	The metabolism of @DRUG$ in human liver microsomes was inhibited by TlCl ( 3 ) and that in human liver cytosol was inhibited by dicumarol and @DRUG$ .	0
0	Group B ( n=15) received single oral 200-@DRUG$ LTG doses on day 1 and day 17, and was up-titrated to 300 mg RGB b.i.@DRUG$. on days 6-20.	aggroup B ( n=15 ) get single oral 200 - @DRUG$ LTG doses on day 1 and day 17 , and was up-titrated to 300 mg RGB b.i.@DRUG$ . on mean solar day 6- 20 .	Group B ( single ) received n=15 oral 200 - @DRUG$ LTG was on day 1 and to 17 , and doses up-titrated day 300 mg RGB b.i.@DRUG$ . on days 6- 20 .	Group ( ) received single oral 200 - LTG doses on day and day 17 , and was up-titrated to 300 mg b.i.@DRUG$ . on days 20 .	Group B ( n=15 ) received single oral 200 - @DRUG$ LTG doses on day 1 and day 17 , and was up-titrated to 300 mg RGB b.i.@DRUG$ . on days 6- 20 ."Group B received a single oral dose of	0
0	Gas scores in response to colonic distension were decreased with 0.5 @DRUG$ of @DRUG$ at low levels (8 mmHg above operating pressure) of distension (P = 0.04) but not at higher levels of distension.	Gas scores in reply to colonic irrigation distension were minify with 0.5 @DRUG$ of @DRUG$ at low levels ( 8 mmHg above operating pressure ) of distension ( P = 0.04 ) but not at higher levels of distension .	Gas scores in response to pressure distension distension decreased with 0.5 @DRUG$ of @DRUG$ at operating levels ( 8 mmHg above low colonic ) of distension ( P = 0.04 ) but not at higher levels of were .	Gas scores response to colonic distension were decreased 0.5 @DRUG$ of @DRUG$ at low levels ( 8 mmHg above operating pressure ) of distension ( P = 0.04 but not at higher levels of distension	Gas scores in response to colonic distension were decreased with @DRUG$ at low levels of distension, but not at higher levels of distension.	1
0	Keywords were desvenlafaxine, O-desmethylvenlafaxine, @DRUG$, and 50 @DRUG$.	Keywords were desvenlafaxine , O-desmethylvenlafaxine , @DRUG$ , and fifty @DRUG$ .	Keywords were desvenlafaxine , O-desmethylvenlafaxine , @DRUG$ , 50 and @DRUG$ .	Keywords were desvenlafaxine , , @DRUG$ , and 50 @DRUG$ .	Desvenlafaxine is the major active metabolite of venlafaxine, and O-desmethylvenlafaxine is the major active metabolite of desvenlafaxine.	1
0	For patients with disease that is refractory to fluoropyrimidines, oxaliplatin, irinotecan, and biologic agents targeting the vascular endothelial growth factor and epidermal growth factor receptor pathways, novel treatment options trifluridine/@DRUG$ (@DRUG$) and regorafenib can be effective disease stabilizers.	For patients with disease that is stubborn to fluoropyrimidines , oxaliplatin , irinotecan , and biologic agents point the vascular endothelial growth factor and epidermal growth factor sense organ pathways , novel intervention options trifluridine / @DRUG$ ( @DRUG$ ) and regorafenib can be effective disease stabilizers .	For patients with disease that is refractory to fluoropyrimidines , oxaliplatin treatment irinotecan growth factor biologic endothelial targeting the vascular agents , and and epidermal growth factor receptor pathways , novel , options trifluridine / @DRUG$ ( @DRUG$ ) and regorafenib can be effective disease stabilizers .	For patients with disease that is refractory to fluoropyrimidines , oxaliplatin , irinotecan , and biologic agents targeting vascular endothelial growth factor and epidermal growth factor pathways , novel treatment options trifluridine / @DRUG$ ( @DRUG$ ) and regorafenib can be stabilizers	For patients with disease that is refractory to other drugs, trifluridine/@DRUG$ (@DRUG$) can be an effective disease stabilizer.	0
0	METHOD: Between November 2010 and April 2012, patients who reported being treated for major depressive disorder rated their experiences before and after 3 months on the prescription medical food @DRUG$ (Deplin) 7.5 mg or 15 @DRUG$, through an automated telephone system.	METHOD : Between November 2010 and April 2012 , patients who account being plow for major depressive disorder rated their experiences before and after 3 months on the prescription medical food @DRUG$ ( Deplin ) 7.5 mg or xv @DRUG$ , through an automated telephone set system .	through : Between November 2010 and April 2012 3 patients who reported being treated for major depressive disorder rated METHOD 7.5 before and after , months on the prescription medical food @DRUG$ ( Deplin ) experiences mg or 15 @DRUG$ , their an automated telephone system .	: Between November 2010 April 2012 , patients who reported treated for major depressive disorder rated their experiences before and after 3 on the prescription medical food @DRUG$ ( Deplin ) mg 15 @DRUG$ , through an automated telephone system .	Patients who took @DRUG$ ( Deplin ) 7.5 mg or 15 mg reported feeling better after 3 months than those who took @DRUG$ .	0
0	Single oral doses of 20 mg of @DRUG$ @DRUG$ salt were considered well tolerated in both the fed and fasted conditions.	Single oral doses of 20 mg of @DRUG$ @DRUG$ salt were considered well tolerated in both the federal and fasted consideration .	Single oral doses of conditions mg 20 @DRUG$ @DRUG$ salt were considered well tolerated in both the fed and fasted of .	Single oral doses of 20 mg of @DRUG$ @DRUG$ salt were considered well tolerated in both the fed and fasted	Single oral doses of 20 mg of @DRUG$ @DRUG$ salt were considered well tolerated in both the fed and fasted conditions ."This means that if you take a 20 mg dose of DRUGA, you will also be taking a 20 mg dose of DRUGB. The two	0
0	Consumption of the beverage containing beta-carotene as a water dispersible powder resulted in a higher response of beta-carotene plasma concentrations with increments of 3.84 +/- 0.60 micromol/L (p < 0.05, dose: 7.2 mg/d) and 5.04 +/- 0.72 micromol/L (p < 0.05, dose: 21.6 mg/d), respectively, in comparison to the carrot juice-based drink with increments of 0.42 +/- 0.33 micromol/@DRUG$ (dose: 6 mg/d) and 1.71 +/- 0.55 micromol/L (dose: 18 @DRUG$/d), respectively.	economic consumption of the drink arrest beta-carotene as a water dispersible powder result in a higher response of beta-carotene plasma concentrations with growth of 3.84 +/- 0.60 micromol / cubic decimetre ( p < 0.05 , dose : 7.2 mg /d ) and 5.04 +/- 0.72 micromol / cubic decimetre ( p < 0.05 , dose : 21.6 mg /d ) , respectively , in compare to the carrot succus - based drink with growth of 0.42 +/- 0.33 micromol / @DRUG$ ( dose : captain hicks mg /d ) and 1.71 +/- 0.55 micromol / cubic decimetre ( dose : 18 @DRUG$ / calciferol ) , respectively .	Consumption of the beverage 0.72 micromol as a water mg powder ( in a higher response of beta-carotene plasma concentrations with increments of 3.84 +/- 6 beta-carotene / L ( p < 0.05 , dose : increments dispersible /d ) and 5.04 +/- containing micromol / L ( p < 0.05 , dose : 21.6 mg /d ) , respectively , ) 0.33 to the carrot juice - based drink with 7.2 of / +/- comparison micromol / @DRUG$ ( dose : 0.60 mg /d ) and 1.71 +/- 0.55 micromol 0.42 L resulted dose : 18 @DRUG$ / d in , respectively .	Consumption of the containing beta-carotene as a water powder in a higher response of beta-carotene plasma concentrations with increments of 3.84 +/- 0.60 micromol / ( p < 0.05 , dose : 7.2 mg /d ) and 5.04 +/- micromol L ( p < 0.05 dose : 21.6 mg /d ) , respectively , in comparison to the carrot juice - based drink with increments of 0.42 +/- micromol / @DRUG$ ( dose : mg and 1.71 0.55 micromol / L ( dose 18 @DRUG$ / d ) , .	The consumption of the beverage containing beta-carotene as a water dispersible powder resulted in a higher response of beta-carotene plasma concentrations with increments of 3.84 +/- 0.60 micromol / L ( p < 0.05 , dose : 7.2 mg /d	1
0	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (P less than or equal to .05) than the infected unmedicated controls as well @DRUG$ @DRUG$, nicarbazine, zoalene, amprolium-ethopabate, clopidol, buquinolate, decoquinate and nequinate medicated groups.	Lasalocid medicated chicks were heavier , change prey more efficiently , showed less pathologic lesions , and had lour mortality ( atomic number  less than or compeer to .05 ) than the infected unmedicated controls as well @DRUG$ @DRUG$ , nicarbazine , zoalene , amprolium - ethopabate , clopidol , buquinolate , decoquinate and nequinate medicated groups .	Lasalocid medicated P were amprolium , converted feed more efficiently , showed or pathologic lesions , less had lower mortality ( clopidol less than and equal to .05 ) than the infected unmedicated controls as well @DRUG$ @DRUG$ , nicarbazine , zoalene , heavier - ethopabate , chicks , buquinolate , decoquinate and nequinate medicated groups .	Lasalocid medicated chicks heavier , converted feed more efficiently showed less pathologic lesions , and had lower mortality ( P less than or equal to .05 the infected unmedicated controls as well @DRUG$ @DRUG$ nicarbazine , zoalene , - ethopabate , clopidol , buquinolate , decoquinate and nequinate medicated groups .	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (P less than or equal to .05) than the infected unmedicated controls as well as the @DRUG$ @DRUG$, nicarbazine, zoalene	0
0	Two experiments were conducted to investigate the response of turkeys to graded levels of @DRUG$++ in @DRUG$-based diets.	Two experimentation were conducted to investigate the response of turkeys to order levels of @DRUG$ ++ in @DRUG$ - based diets .	- experiments were conducted to investigate the response of turkeys to graded levels of @DRUG$ ++ Two @DRUG$ in based diets .	Two experiments were conducted to investigate the response of to graded levels of @DRUG$ ++ @DRUG$ - based diets .	The study found that turkeys responded to graded levels of @DRUG$ ++ in @DRUG$ - based diets .	0
0	Network meta-analysis found amitriptyline to be better than several other medications including @DRUG$, fluoxetine, propranolol, @DRUG$ and valproate and no different than atenolol, flunarizine, clomipramine or metoprolol.	Network meta-analysis found elavil to be better than several other medications including @DRUG$ , fluoxetine , propranolol , @DRUG$ and valproate and no dissimilar than atenolol , flunarizine , clomipramine or lopressor .	Network meta-analysis found amitriptyline to be better than several other medications including @DRUG$ , fluoxetine , propranolol than @DRUG$ and valproate and , different no atenolol , metoprolol , clomipramine or flunarizine .	meta-analysis found amitriptyline to be better than several other medications including @DRUG$ , fluoxetine , , @DRUG$ and valproate and no different than atenolol , , clomipramine or metoprolol .	Amitriptyline is better than several other medications including @DRUG$, fluoxetine, propranolol, @DRUG$ and valproate and no different than atenolol, flunarizine, clomipramine or metoprolol.	0
0	Cell involved in the inflammatory response are typically rich in the n-6 fatty acid arachidonic acid, but the contents of arachidonic acid and of the n-3 fatty acids eicosapentaenoic acid (EPA) and docosahexaenoic acid (DHA) can be altered through oral administration of @DRUG$ and @DRUG$.	Cell involved in the inflammatory response are typically rich in the n-6 fat person bitter arachidonic bitter , but the contents of arachidonic bitter and of the n-3 fat person pane eicosapentaenoic bitter ( environmental protection agency ) and docosahexaenoic bitter ( DHA ) can be altered through viva voce administration of @DRUG$ and @DRUG$ .	Cell involved in the inflammatory response are typically rich in the n-6 ) acid fatty acid , but the contents of arachidonic the and of acid arachidonic fatty acids eicosapentaenoic acid ( EPA n-3 and docosahexaenoic acid ( DHA ) can be altered through oral administration of @DRUG$ and @DRUG$ .	Cell involved the inflammatory response are typically rich in n-6 acid arachidonic acid , but the contents of arachidonic acid and of the n-3 acids eicosapentaenoic acid ( EPA ) and docosahexaenoic acid ( DHA ) can be altered through oral administration of @DRUG$ and @DRUG$ .	The cells involved in the inflammatory response are typically rich in the n-6 fatty acid arachidonic acid, but the contents of arachidonic acid and of the n-3 fatty acids eicosapentaenoic acid (EPA) and docosahexaenoic acid (	1
0	METHODS: Two double-blind, randomized, placebo-controlled, alternating-panel studies evaluated the safety, tolerability, pharmacokinetics, and pharmacodynamics of single oral doses of @DRUG$ (1.5-600 @DRUG$) in healthy male volunteers.	METHODS : Two double - unsighted , randomized , placebo-controlled , alternating - panel studies assess the safety device , tolerability , pharmacokinetics , and pharmacodynamics of ace oral doses of @DRUG$ ( 1.5- 600 @DRUG$ ) in healthy male volunteers .	METHODS : Two double - blind , randomized , placebo-controlled alternating , - panel studies evaluated the safety oral of , pharmacokinetics , and male tolerability single , doses of @DRUG$ ( 1.5- 600 @DRUG$ ) in healthy pharmacodynamics volunteers .	METHODS double - blind , randomized , placebo-controlled , alternating - panel studies evaluated the safety , tolerability , pharmacokinetics , and pharmacodynamics of single oral doses @DRUG$ ( 1.5- 600 @DRUG$ ) in healthy male volunteers .	@DRUG$ is a safe, tolerable, and effective drug that is able to interact with @DRUG$ in order to produce a desired pharmacological effect.	0
0	In two randomised, double-blind trials in 1132 cancer patients receiving moderately emetogenic chemotherapy, intravenous palonosetron 0.25 mg was more effective than intravenous ondansetron 32 @DRUG$ in producing a complete response (no emesis, no use of rescue medication) during acute (0-24 hours) or delayed (24-120 hours) phases, and similar to intravenous @DRUG$ 100 mg in acute, but more effective in delayed phase.	In deuce randomised , double - unreasoning trial run in 1132 cancer patients receiving moderately emetogenic chemotherapy , intravenous palonosetron 0.25 magnesium was more effective than intravenous ondansetron 32 @DRUG$ in producing a complete response ( no emesis , no use of deliver medicament ) during acute ( 0 - 24 hours ) or delayed ( 24 - 120 hours ) phases , and similar to intravenous @DRUG$ century magnesium in acute , but more effective in delayed phase .	( two randomised , double - blind trials in 1132 cancer patients receiving moderately emetogenic chemotherapy , intravenous palonosetron 0.25 mg was more effective than intravenous ondansetron 32 @DRUG$ in producing a complete response In no emesis 0 no use of during phase ) , acute ( , - 24 hours ) or delayed hours 24 - 120 ( ) phases rescue and similar to intravenous @DRUG$ 100 mg in in , but more effective acute delayed medication .	In two randomised , double - trials in 1132 cancer patients receiving moderately chemotherapy , intravenous palonosetron 0.25 mg was effective than intravenous ondansetron @DRUG$ in producing a complete response ( no emesis , no of rescue medication ) during ( 0 - 24 hours ) or delayed ( 24 - 120 hours ) phases , and similar to intravenous @DRUG$ 100 mg acute , but effective in delayed phase .	@DRUG$ is more effective than @DRUG$ in producing a complete response (no emesis, no use of rescue medication) during the acute (0-24 hours) or delayed (24-120 hours) phases.	0
0	@DRUG$ is available as brand name 'Ranexa' @DRUG$ extended release oral tablets.	@DRUG$ is available as brand name ' Ranexa ' @DRUG$ extended expel oral tablets .	@DRUG$ brand available as is name ' Ranexa ' @DRUG$ extended release oral tablets .	@DRUG$ is available as brand name ' Ranexa ' @DRUG$ extended release oral tablets .	@DRUG$ is a brand name for the drug Ranexa, while @DRUG$ is the name of the extended release oral tablets form of the drug.	0
0	IEC-6 cells were exposed to [3H]@DRUG$ micelles (containing oleic and taurcholic acids), co-incubated with @DRUG$ (0, 10, 50, and 100 micro M) in Hepes Buffered Sterile Saline (HBSS).	IEC - 6 cells were uncover to [ 3H ] @DRUG$ micelles ( containing oleic and taurcholic acids ) , co-incubated with @DRUG$ ( 0 , 10 , 50 , and 100 micro  ) in Hepes Buffered Sterile saline ( haemoglobin ) .	IEC - 6 cells were micro to [ 3H ] @DRUG$ micelles ( containing and and taurcholic 0 ) , co-incubated with @DRUG$ ( , , 10 , 50 acids oleic 100 exposed M ) in Hepes Buffered Sterile Saline ( HBSS ) .	IEC 6 cells exposed to [ 3H ] @DRUG$ micelles ( containing oleic taurcholic acids ) , co-incubated with @DRUG$ ( , 10 , 50 , and 100 micro M ) in Hepes Sterile Saline ( HBSS ) .	IEC - 6 cells were exposed to [ 3H ] @DRUG$ micelles ( containing oleic and taurcholic acids ) , co-incubated with @DRUG$ ( 0 , 10 , 50 , and 100 micro M ) in Hepes Buffered Sterile Saline	0
0	The 5-HT2 receptor antagonist ketanserin and the D2-dopamine receptor antagonist @DRUG$ were used @DRUG$ references.	The cinque - HT2 sense organ antagonist ketanserin and the D2 - dopamine sense organ antagonist @DRUG$ were used @DRUG$ references .	The 5 the HT2 dopamine antagonist ketanserin and - D2 - receptor receptor antagonist @DRUG$ were used @DRUG$ references .	The 5 - HT2 receptor antagonist ketanserin and D2 - dopamine receptor antagonist @DRUG$ were used @DRUG$ references .	The 5 - HT2 receptor antagonist ketanserin and the D2 - dopamine receptor antagonist @DRUG$ were used to study the effects of @DRUG$.	0
0	Liver tumors in the @DRUG$ and ATN-161+5-FU groups had significantly fewer microvessels (@DRUG$<0.05) than tumors in the control or 5-FU-treated groups.	liver tumors in the @DRUG$ and ATN - 161 + 5 - FU groups had importantly fewer microvessels ( @DRUG$ < 0.05 ) than tumors in the control condition or 5 - FU - treated groups .	Liver tumors in the @DRUG$ and ATN 5 161 - - fewer FU groups had significantly + microvessels ( @DRUG$ < 0.05 ) than tumors in the control or 5 - FU - treated groups .	Liver tumors in the @DRUG$ ATN - 161 + 5 - FU groups had significantly fewer microvessels ( @DRUG$ < 0.05 ) tumors the control or 5 - FU treated groups .	Liver tumors in the @DRUG$ and ATN - 161 + 5 - FU groups had significantly fewer microvessels ( @DRUG$ < 0.05 ) than tumors in the control or 5 - FU - treated groups ."In other words, DRUGA inhibits the formation	0
0	When administered to HCV-infected chimpanzees harboring chronic gt1a or gt1b infections, MK-5172 suppressed viral load between 4 to 5 logs at a dose of 1 @DRUG$/kg of body weight twice daily (b.i.@DRUG$.) for 7 days.	When administered to HCV - infected chimpanzees harboring inveterate gt1a or gt1 b infections , MK - 5172 suppressed viral load between quaternion to 5 logs at a dose of unity @DRUG$ / kg of body weight twice daily ( b.i. @DRUG$ . ) for 7 twenty four hour period .	1 administered to HCV - infected chimpanzees harboring chronic gt1a or suppressed b infections , MK - 5172 gt1 viral load ) 4 to 5 logs at a dose between When @DRUG$ / kg of body weight twice daily ( b.i. @DRUG$ . of for 7 days .	When administered to HCV - chimpanzees harboring chronic gt1a or gt1 b infections MK - 5172 suppressed viral load between 4 to 5 logs at a dose of 1 @DRUG$ / kg of body weight twice daily ( b.i. @DRUG$ . ) for 7 days .	When administered to HCV-infected chimpanzees harboring chronic gt1a or gt1b infections, MK-5172 suppressed viral load between 4 to 5 logs at a dose of 1 @DRUG$/kg of body weight twice daily (b.i. @DRUG$).	0
0	The systemic toxicity of equipotent proxymetacaine, @DRUG$, and @DRUG$ during continuous intravenous infusion in rats.	The systemic toxicity of equipotent proxymetacaine , @DRUG$ , and @DRUG$ during uninterrupted intravenous infusion in rats .	The systemic toxicity of equipotent proxymetacaine , @DRUG$ intravenous and @DRUG$ during continuous , infusion in rats .	toxicity of equipotent proxymetacaine , @DRUG$ , and @DRUG$ during continuous intravenous infusion in .	The systemic toxicity of equipotent proxymetacaine is greater than the systemic toxicity of equipotent @DRUG$ during continuous intravenous infusion in rats.	1
0	Support for this proposal includes: (1) reversal of @DRUG$ inhibition of efrotomycin biosynthesis by dihydrouracil and N-carbamoyl-beta-aline, two intermediates of the catabolic pathway; (2) incorporation of [5,6-3H]-@DRUG$ into efrotomycin with a relative molar specific activity of approximately 0.5, close to the theoretical maximum; and (3) 13C coupling at C4 and C5 of efrotomycin after feeding resting cells with [4,5-13C]-uracil.	Support for this proposal of marriage includes : ( 1 ) change of mind of @DRUG$ forbiddance of efrotomycin biosynthesis by dihydrouracil and N-carbamoyl - beta-aline , two intermediates of the catabolic pathway ; ( deuce ) incorporation of [ 5,6-3H ] -@DRUG$ into efrotomycin with a relation molar specific activity of approximately 0.5 , close to the theoretical maximal ; and ( tercet ) 13C coupling at C4 and C5 of efrotomycin after feeding resting cell with [ 4,5 - 13C ] - uracil .	Support for this proposal includes : ( 1 ) reversal of @DRUG$ inhibition of efrotomycin biosynthesis uracil dihydrouracil ( 0.5 - beta-aline , feeding intermediates of the catabolic of ; efrotomycin 2 ) incorporation of [ 5,6-3H ] -@DRUG$ into efrotomycin with a relative molar specific activity of approximately N-carbamoyl , close to the theoretical at ( and ; 3 ) 13C coupling maximum C4 and C5 pathway and after two resting cells with [ 4,5 - 13C ] - by .	Support for this includes 1 ) reversal of @DRUG$ inhibition of efrotomycin biosynthesis by dihydrouracil and N-carbamoyl - beta-aline , two intermediates of the catabolic pathway ; 2 ) incorporation of [ 5,6-3H ] -@DRUG$ into efrotomycin a relative molar of approximately 0.5 , close the theoretical maximum ; and ( 3 ) 13C coupling at C4 and C5 of efrotomycin after feeding resting cells with [ 4,5 - 13C ] - uracil .	1) @DRUG$ inhibits efrotomycin biosynthesis, but this inhibition can be reversed by dihydrouracil and N-carbamoyl - beta-aline ;2) [ 5,6-3H ] -@DRUG$ can be incorporated into ef	0
0	Here, we point out that some newer atypical antipsychotics such @DRUG$ zisprasidone, risperidone and @DRUG$--medicines with much better side effect and toxicity profiles than the older antipsychotics--in vitro are significantly more potent 5HT2A receptor antagonists than chlorpromazine or clozapine by in some cases more than a factor of 10, and thus may be useful as treatment for or prophylaxis against PML.	Here , we point out that some newer atypical major tranquilizer such @DRUG$ zisprasidone , risperidone and @DRUG$ - - medicines with much better side effect and perniciousness profiles than the aged major tranquilizer -- in vitro are significantly more potent 5HT2A sensory receptor antagonists than chlorpromazine or clozaril by in some cases more than a factor of 10 , and thence whitethorn be useful as treatment for or prophylaxis against PML .	Here , or better out that some newer atypical antipsychotics such @DRUG$ zisprasidone , more 5HT2A @DRUG$ - - medicines with much profiles side effect and toxicity point than the older antipsychotics -- in vitro are significantly more by potent receptor antagonists than chlorpromazine we clozapine and in some cases risperidone than a factor of 10 , and thus may be useful as treatment for or prophylaxis against PML .	Here , we out that some newer atypical antipsychotics such @DRUG$ zisprasidone , risperidone and @DRUG$ - - medicines with much better effect and profiles than the older antipsychotics -- vitro significantly 5HT2A receptor antagonists than chlorpromazine or clozapine by in cases more a of 10 , and thus may treatment or prophylaxis against PML .	Some newer atypical antipsychotics, such as zisprasidone, risperidone, and - - medicines with much better side effect and toxicity profiles than the older antipsychotics - - are significantly more potent 5HT2A receptor antagonists than chlorpromazine or cloz	1
0	C57BL/6 female mice were fed six different diets (6 mice/diet) containing 10% fat from @DRUG$ oil (CO), borage oil (BO), primrose oil (PO), fish-corn oil mix (FC, 9:1, w/w), fish-@DRUG$ mix (FB, 1:3, w/w), or fish-primrose oil mix (FP, 1:3, w/w) for 2 wk.	C57BL / captain hicks female person mice were fed sextet different dieting ( captain hicks mice / dieting ) containing 10 % fat from @DRUG$ crude ( CO ) , borage crude ( BO ) , primrose crude ( PO ) , pisces - corn crude mix ( FC , 9:1 , w /w ) , pisces -@DRUG$ mix ( FB , 1:3 , w /w ) , or pisces - primrose crude mix ( FP , 1:3 , w/w ) for  wk .	/ C57BL ) female mice , fed six different diets , 6 mice / diet ) containing 10 % fat 6 @DRUG$ oil ( CO ) , borage oil ( BO ) , primrose oil ( PO ) , fish - corn oil mix ( FC were 9:1 , w oil from , fish -@DRUG$ 1:3 ( FB , 1:3 , w /w ) ( or fish - primrose /w mix ( FP , mix , w/w ) for 2 wk .	C57BL / 6 female mice were fed six different ( 6 mice / diet ) containing 10 % fat from @DRUG$ oil ( CO ) , oil ( BO ) , ( PO ) , fish - corn oil mix ( FC , 9:1 , w /w ) , fish -@DRUG$ mix FB , 1:3 w /w ) , or fish - primrose oil mix , 1:3 w/w ) for 2 wk .	C57BL / 6 female mice were fed six different diets ( 6 mice / diet ) containing 10 % fat from @DRUG$ oil ( CO ) , borage oil ( BO ) , primrose oil ( PO ) , fish - corn oil mix ( FC , 9:1 , w /w	1
0	The Ca2+ current elicited from a holding potential of -80 mV could not be reduced by as much @DRUG$ 50% of the control by @DRUG$ at concentrations as high as 100 microM.	The Ca2 + electric current elicited from a holding potential of - 80 mV could not be reduced by as much @DRUG$  % of the control by @DRUG$ at concentrations as high as hundred microM .	The Ca2 + current concentrations from a as potential of - 80 mV as not be reduced by as much @DRUG$ 50 % of the control by @DRUG$ at elicited could high holding 100 microM .	The Ca2 + current elicited from a holding potential of - 80 mV could not be reduced by as much @DRUG$ 50 % the by @DRUG$ at concentrations as high as 100	@DRUG$ can block the Ca2 + current from a holding potential of - 80 mV, but @DRUG$ cannot block the Ca2 + current as much as DRUGA can.	0
0	@DRUG$ slowly increased DOPAC, reaching a maximal increase of 30 and 60% at 2 and 5 @DRUG$/kg s.c., respectively.	@DRUG$ slowly increased DOPAC , reaching a maximum increase of 30 and 60 % at 2 and 5 @DRUG$ / kilogram s.c. , respectively .	@DRUG$ slowly increased a , reaching respectively maximal increase of 30 and 60 % at 2 and 5 @DRUG$ / kg s.c. , DOPAC .	@DRUG$ slowly increased DOPAC , reaching a maximal increase of 30 and 60 % at and 5 @DRUG$ / kg s.c. , respectively	The more @DRUG$ is given, the more DOPAC increases, up to a certain point.	1
0	This review discusses the use of @DRUG$ @DRUG$ well as its potential adverse effects, including the most commonly noted features of sedation, dizziness, peripheral edema and dry mouth.	This review discusses the use of @DRUG$ @DRUG$ easily as its potential adverse effects , including the most commonly noted features of sedation , dizziness , peripheral dropsy and juiceless mouth .	of review discusses the use of @DRUG$ @DRUG$ well noted its potential adverse effects , including the most commonly as dizziness This sedation , features , peripheral edema and dry mouth .	This review discusses the use of @DRUG$ @DRUG$ well as its potential adverse effects , including most commonly noted features of sedation dizziness , peripheral edema and dry .	@DRUG$ can cause sedation, dizziness, peripheral edema, and dry mouth, among other potential adverse effects. @DRUG$ may also cause these same effects, as well as others.	0
0	Study objectives included determination of the maximum tolerated dose (MTD) and dose-limiting toxicity (DLT) under normal and mildly hypoxic conditions, and following co-administration with steady-state @DRUG$, assessment of nitrite pharmacokinetics, and evaluation of the fraction exhaled nitric oxide (FENO) and concentrations of iron-@DRUG$ hemoglobin (Hb(Fe)-NO) and S-nitrosothiols (R-SNO) as biomarkers of local and systemic NO exposure, respectively.	subject field objectives include determination of the maximal tolerated social disease ( MTD ) and dose-limiting toxicity ( DLT ) under normal and mildly hypoxic consideration , and following co-administration with steady - res publica @DRUG$ , assessment of nitrite pharmacokinetics , and evaluation of the divide exhaled nitric oxide ( FENO ) and concentrations of iron-@DRUG$ hemoglobin ( Hb ( Fe ) - NO ) and S-nitrosothiols ( R- SNO ) as biomarkers of local and systemic NO exposure , severally .	Study objectives included determination of the maximum tolerated of ( and MTD and dose-limiting hypoxic ( mildly ) under normal and DLT toxicity conditions , and following co-administration with steady - state @DRUG$ , assessment of evaluation pharmacokinetics , and nitrite of the fraction exhaled nitric oxide ( FENO ) ) concentrations Hb iron-@DRUG$ hemoglobin ) dose ( Fe ) - NO ( and S-nitrosothiols ( R- SNO ) as biomarkers of local and systemic NO exposure , respectively .	Study objectives included determination of the maximum tolerated dose ( MTD ) and dose-limiting toxicity ( DLT ) under normal and mildly hypoxic conditions , and co-administration with steady - state , assessment nitrite pharmacokinetics , and of the fraction exhaled oxide ( FENO ) and concentrations of iron-@DRUG$ hemoglobin ( Hb ( Fe ) - NO ) and S-nitrosothiols ( R- ) as biomarkers of local and systemic NO exposure , respectively .	The study aimed to determine the maximum tolerated dose ( MTD ) and dose-limiting toxicity ( DLT ) of @DRUG$ when given under normal and mildly hypoxic conditions , and following co-administration with steady - state DRUGA , to assess the nitrite pharmacokinetics ,	1
0	Piperaquine-based ACT began as China-Vietnam 4 (CV4): dihydroartemisinin [DHA], trimethoprim, piperaquine phosphate and primaquine phosphate), which was followed by CV8 (the @DRUG$ components as CV4 but in increased quantities), Artecom (in which primaquine was omitted) and Artekin or Duo-Cotecxin (DHA and piperaquine @DRUG$ only).	Piperaquine - based human action lead off as China-Vietnam quaternity ( CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine inorganic phosphate and primaquine inorganic phosphate ) , which was followed by CV8 ( the @DRUG$ components as CV4 but in increase quantities ) , Artecom ( in which primaquine was leave off ) and Artekin or Duo-Cotecxin ( DHA and piperaquine @DRUG$ only ) .	Piperaquine - Artecom ACT : as China-Vietnam 4 trimethoprim CV4 ) began dihydroartemisinin [ DHA ] , ( , piperaquine phosphate and primaquine phosphate ) as which was followed but CV8 ( the @DRUG$ components , CV4 by in increased quantities ) , based ( in which primaquine was omitted ) and Artekin piperaquine Duo-Cotecxin ( DHA and or @DRUG$ only ) .	Piperaquine - ACT began as China-Vietnam CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine phosphate and primaquine phosphate ) which was followed by CV8 the @DRUG$ components as CV4 but increased quantities ) Artecom ( in which primaquine was omitted ) and Artekin or Duo-Cotecxin ( DHA and piperaquine @DRUG$ only ) .	Piperaquine - based ACT began as China-Vietnam 4 ( CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine phosphate and primaquine phosphate ) , which was followed by CV8 ( the @DRUG$	1
0	This magnitude for the cognitive effect is similar to that associated with other cholinesterase inhibitors including donepezil, @DRUG$, and @DRUG$.	This magnitude for the cognitive effect is similar to that consort with other cholinesterase inhibitors admit donepezil , @DRUG$ , and @DRUG$ .	This magnitude for and cognitive effect is similar to , associated with other cholinesterase inhibitors including donepezil that @DRUG$ , the @DRUG$ .	This magnitude for the cognitive effect is similar to that associated with other cholinesterase inhibitors including donepezil , @DRUG$ and @DRUG$ .	The cognitive effect of @DRUG$ is similar to that of donepezil, @DRUG$, and DRUGB.	0
1	@DRUG$ 25 mg daily had glycaemic efficacy similar to metformin or @DRUG$ (WMD -0.11%; 95% CI -0.25 to 0.03%), without increasing risk for hypoglycaemia.	@DRUG$ 25 mg everyday had glycaemic efficacy similar to metformin or @DRUG$ ( WMD -0.11 % ;  % hundred and one -0.25 to 0.03 % ) , without increasing risk for hypoglycaemia .	@DRUG$ , mg daily had % efficacy similar to metformin or @DRUG$ ( ) -0.11 % ; 95 % CI -0.25 to 0.03 glycaemic WMD 25 without increasing risk for hypoglycaemia .	@DRUG$ 25 mg daily had glycaemic efficacy similar to metformin or @DRUG$ ( WMD -0.11 % ; 95 -0.25 to 0.03 ) , without increasing risk for hypoglycaemia .	@DRUG$ is just as effective as metformin or @DRUG$ at lowering blood sugar levels, without increasing the risk of hypoglycemia.	0
0	Indeed a selective f-channel inhibitor, @DRUG$, is today commercially available @DRUG$ a tool in the treatment of stable chronic angina.	so a selective f-channel inhibitor , @DRUG$ , is nowadays commercially available @DRUG$ a tool in the treatment of stable chronic angina .	Indeed a selective a inhibitor , @DRUG$ , is today commercially available @DRUG$ chronic tool in the treatment of stable f-channel angina .	Indeed a selective f-channel inhibitor , @DRUG$ , is today commercially available @DRUG$ tool in treatment of stable chronic angina .	@DRUG$ is a selective f-channel inhibitor that is commercially available and is a tool in the treatment of stable chronic angina.	1
0	Trivalent iron in simple compounds like ferric ammonium citrate or in low- and high-molecular weight carbohydrate complexes of ferric hydroxide is so poorly available for intestinal iron absorption in man that it cannot be used for a fast and reliable oral iron therapy with reasonably low doses as it can be easily practised with quick-lease preparations of ferrous @DRUG$ at a 100 @DRUG$ Fe2	trivalent cast iron in simple compounds like ferric ammonium citrate or in low - and high-molecular weight carbohydrate complexes of ferric hydroxide is so ill available for enteric cast iron absorption in man that it cannot be used for a fast and reliable oral exam cast iron therapy with reasonably low doses as it can be easily practised with quick - rent preparations of ferrous @DRUG$ at a 100 @DRUG$ Fe2	Trivalent iron or simple compounds like ferric ammonium citrate - in low in and high-molecular weight carbohydrate complexes of ferric hydroxide in so poorly available for intestinal iron absorption is man that it cannot as used a a fast and reliable oral iron therapy with reasonably low doses be it can be easily practised with quick at lease preparations of ferrous @DRUG$ - for 100 @DRUG$ Fe2	Trivalent iron in simple compounds like ferric ammonium in low - and high-molecular weight carbohydrate of ferric is so poorly available for intestinal iron absorption in that it cannot be used for a fast and reliable therapy with reasonably low doses as it can be with quick - lease preparations of ferrous @DRUG$ at a 100 @DRUG$ Fe2	Trivalent iron in simple compounds like ferric ammonium citrate or in low - and high-molecular weight carbohydrate complexes of ferric hydroxide is so poorly available for intestinal iron absorption in man that it cannot be used for a fast and reliable oral iron therapy with reasonably low doses	1
1	OBJECTIVE: To compare the effect of doxazosin, an alpha-blocker, with @DRUG$, a diuretic, on incidence of CVD in patients with hypertension as part of a study of 4 types of antihypertensive drugs: chlorthalidone, doxazosin, @DRUG$, and lisinopril.	object : To compare the effect of doxazosin , an alpha blocker , with @DRUG$ , a diuretic , on incidence of CVD in patient with hypertension as part of a study of 4 types of antihypertensive drugs : chlorthalidone , doxazosin , @DRUG$ , and prinival .	OBJECTIVE : To compare the effect of doxazosin , an alpha-blocker , with @DRUG$ , antihypertensive diuretic , on incidence of CVD in 4 drugs hypertension as part of a study of a types of patients with : chlorthalidone , doxazosin , @DRUG$ , and lisinopril .	OBJECTIVE : compare the effect of doxazosin , alpha-blocker , with @DRUG$ , a diuretic , incidence of CVD in with hypertension as part a study of 4 types of antihypertensive drugs chlorthalidone , doxazosin , @DRUG$ , and lisinopril .	The study found that doxazosin was more effective than chlorthalidone in reducing the incidence of CVD, while @DRUG$ was more effective than lisinopril.	1
0	This study indicates @DRUG$ cannot be used as a selective inhibitor of CYP2B6 in human liver microsomes and that @DRUG$ is not a selective inhibitor of the flavin-containing monooxygenase in human liver microsomes.	This read point @DRUG$ cannot be used as a selective inhibitor of CYP2B6 in homo liver microsomes and that @DRUG$ is not a selective inhibitor of the flavin-containing monooxygenase in homo liver microsomes .	This study indicates @DRUG$ cannot CYP2B6 used flavin-containing a selective selective of be in human liver microsomes and that @DRUG$ is not a inhibitor inhibitor of the as monooxygenase in human liver microsomes .	This study indicates @DRUG$ cannot be used as a selective inhibitor of CYP2B6 in human liver microsomes and that @DRUG$ is not a selective inhibitor the flavin-containing monooxygenase in human liver microsomes .	@DRUG$ is not a selective inhibitor of CYP2B6 in human liver microsomes, and @DRUG$ is not a selective inhibitor of the flavin-containing monooxygenase in human liver microsomes.	0
0	INTRODUCTION: @DRUG$ is an orally administered sodium @DRUG$ cotransporter 2 inhibitor proposed for the treatment of type 2 diabetes.	foundation : @DRUG$ is an orally administered sodium @DRUG$ cotransporter 2 inhibitor proposed for the treatment of typewrite 2 diabetes .	INTRODUCTION : @DRUG$ is an orally administered type @DRUG$ cotransporter the inhibitor proposed for 2 treatment of sodium 2 diabetes .	INTRODUCTION : @DRUG$ is orally sodium @DRUG$ cotransporter 2 inhibitor proposed for the treatment of type 2 diabetes .	@DRUG$ is a drug that is used to treat type 2 diabetes by inhibiting the sodium @DRUG$ cotransporter 2.	0
0	The use of @DRUG$ or vecuronium, with the potential of reverse of their action with @DRUG$, seems to be safe in patients with impaired neuromuscular transmission, ie, neuromuscular diseases, including myasthenia gravis.	The use of @DRUG$ or vecuronium , with the potential of reverse of their action with @DRUG$ , seems to be safe in affected role with impaired neuromuscular transmission , explorer , neuromuscular diseases , let in myasthenia gravis .	The use of @DRUG$ or vecuronium of seems the potential , reverse of their action with @DRUG$ , with , be safe in patients with impaired neuromuscular transmission , ie to neuromuscular diseases , including myasthenia gravis .	The use @DRUG$ or , with potential of reverse of their action with @DRUG$ , seems to safe in patients with impaired neuromuscular transmission , ie , neuromuscular diseases , including myasthenia gravis .	The use of @DRUG$ or vecuronium , with the potential of reverse of their action with @DRUG$ , seems to be safe in patients with impaired neuromuscular transmission , ie , neuromuscular diseases , including myasthenia gravis ."In other words	0
0	In the meantime it is advised to follow the general CDC dietary recommendations of 2-3 fish meals per week or the equivalent intake of long chain @DRUG$, particularly @DRUG$.	In the meantime it is advised to espouse the general CDC dietary recommendations of 2 - 3 fish meals per week or the equivalent inspiration of long chain @DRUG$ , peculiarly @DRUG$ .	In the meantime it is the to equivalent the general CDC dietary recommendations fish 2 - 3 of meals per week or advised follow intake of long chain @DRUG$ , particularly @DRUG$ .	In the meantime it is advised to follow the general CDC dietary recommendations of 2 - 3 fish meals per week or the equivalent intake of long chain @DRUG$ , particularly @DRUG$ .	It is advised to follow the general CDC dietary recommendations of 2 - 3 fish meals per week or the equivalent intake of long chain @DRUG$, particularly @DRUG$.	0
0	Limited data were available for PEG @DRUG$/sorbitol fatty acid esters, PEG sorbitan @DRUG$ and PEG soy sterols.	Limited information were available for PEG @DRUG$ / sorbitol fatty acid esters , PEG sorbitan @DRUG$ and PEG soybean sterols .	Limited data were for available PEG @DRUG$ sorbitan sorbitol fatty acid esters , PEG / @DRUG$ and PEG soy sterols .	Limited data available for PEG @DRUG$ / sorbitol fatty acid esters , PEG sorbitan @DRUG$ and PEG soy sterols .	There is limited data available on the relationship between PEG @DRUG$ and sorbitol fatty acid esters, PEG sorbitan @DRUG$, and PEG soy sterols.	0
1	When given as monotherapy or in combination with @DRUG$, spirapril may offer potential advantages over the @DRUG$ antagonist nitrendipine.	When given as monotherapy or in combination with @DRUG$ , spirapril crataegus laevigata offer potential advantages over the @DRUG$ opposer nitrendipine .	antagonist given as monotherapy When in combination with @DRUG$ , spirapril may offer potential advantages over the @DRUG$ or nitrendipine .	When given monotherapy or in combination with @DRUG$ spirapril may offer potential advantages over the @DRUG$ antagonist nitrendipine .	Spirapril may offer potential advantages over nitrendipine when given as monotherapy or in combination with @DRUG$.	1
0	The strength of the alginate raft is dependant on several factors, including the amount of carbon dioxide generated and entrapped in the raft, the molecular properties of the @DRUG$, and the presence of @DRUG$ or calcium in the antacid components of the formulation.	The strength of the alginate pile is dependant on several factors , include the amount of atomic number  dioxide generated and entrapped in the pile , the molecular properties of the @DRUG$ , and the presence of @DRUG$ or calcium in the antacid components of the expression .	The strength of the alginate factors is dependant on several in , including the amount of carbon dioxide generated and entrapped raft the raft , the molecular properties of the @DRUG$ , and the presence of @DRUG$ the calcium in the antacid components of or formulation .	The strength of raft is dependant on several factors , including the amount of carbon dioxide and in the raft , the properties of the @DRUG$ , and presence @DRUG$ or calcium in the components of the formulation .	The strength of the alginate raft is dependant on several factors , including the amount of carbon dioxide generated and entrapped in the raft , the molecular properties of the @DRUG$ , and the presence of @DRUG$ or calcium in the antacid components of the formulation ."The	0
0	Some details about the function of natural and synthetical hormonas are reviewed, particularly estrogens as ethynyl estradiol and its 3, Methyl @DRUG$ (mestranol); its peripheral concentration vs tissular hormonal contents, a relationship of biological importance @DRUG$ the first step in its hormonal action and the cummulative local effects that could explain some intra and extracellular phenomena.	Some details about the operate of natural and synthetical hormonas are refresh , particularly estrogens as ethynyl estradiol and its 3 , Methyl @DRUG$ ( mestranol ) ; its peripheral concentration vs tissular hormonal contents , a relationship of biological importance @DRUG$ the first of all step in its hormonal action mechanism and the cummulative topical anesthetic gist that could explain some intra and extracellular phenomena .	Some details about the function of natural particularly synthetical hormonas are and , and , local ethynyl estradiol reviewed intra 3 estrogens Methyl @DRUG$ ( mestranol ) its ; peripheral concentration vs tissular hormonal contents , a relationship of biological importance @DRUG$ the first step in its hormonal action and the cummulative as effects that could explain some its and extracellular phenomena .	Some details about the function natural and synthetical hormonas are , estrogens as ethynyl estradiol and its 3 , Methyl @DRUG$ ( mestranol ) ; peripheral concentration vs tissular hormonal contents , a relationship of biological importance @DRUG$ the first step in its hormonal action and the cummulative local effects that explain some and extracellular phenomena .	The natural and synthetic hormones estrogens and ethynyl estradiol, as well as the hormone mestranol, have an important relationship with @DRUG$. This relationship explains some of the intra and extracellular phenomena that occur in the body.	1
0	An interaction with benzodiazepine or neurosteroid binding sites also was excluded because STP-mediated increase of decay time was still observed when these sites were initially saturated (by clobazam, @DRUG$, or pregnanolone) or blocked (by flumazenil or dehydroepiandrosterone @DRUG$), respectively.	associate in nursing interaction with benzodiazepine or neurosteroid ski binding sites also was excluded because STP - liaise gain of decay time was still observed when these sites were initially saturated ( by clobazam , @DRUG$ , or pregnanolone ) or blocked ( by flumazenil or dehydroepiandrosterone @DRUG$ ) , respectively .	An interaction time benzodiazepine ) ( binding sites also was excluded because STP respectively mediated increase of decay with was still observed when these sites were initially saturated neurosteroid by clobazam , @DRUG$ , or pregnanolone or or blocked ( by flumazenil or dehydroepiandrosterone @DRUG$ ) , - .	An interaction with benzodiazepine or neurosteroid binding also was because STP - mediated increase of decay time still observed these were initially saturated ( by clobazam , @DRUG$ , or pregnanolone ) or blocked ( flumazenil or @DRUG$ ) , .	The increase in decay time observed with STP was still observed when benzodiazepine or neurosteroid binding sites were blocked, indicating that these sites are not involved in the interaction between STP and @DRUG$.	1
0	Study outcomes were the incidence of hyperkalemia, defined @DRUG$ serum potassium concentration >5.0 mmol/@DRUG$, and the relationship between potassium levels and spironolactone dose and duration.	analyse outcomes were the incidence of hyperkalemia , fix @DRUG$ serum potassium concentration > 5.0 mmol / @DRUG$ , and the relationship between potassium levels and spironolactone window pane and duration .	Study outcomes were and incidence of hyperkalemia , defined @DRUG$ > potassium concentration serum 5.0 mmol potassium @DRUG$ , the the relationship between / levels and spironolactone dose and duration .	Study outcomes were the incidence of hyperkalemia , defined @DRUG$ serum potassium concentration > 5.0 mmol / @DRUG$ , and relationship between potassium levels and spironolactone dose and duration .	Study outcomes were the incidence of hyperkalemia, defined as a serum potassium concentration > 5.0 mmol/L, and the relationship between potassium levels and spironolactone dose and duration.	1
0	Worker exposure and a risk assessment of @DRUG$ and @DRUG$ used in the control of Mediterranean fruit fly in South Australia.	doer exposure and a risk assessment of @DRUG$ and @DRUG$ used in the control of mediterranean fruit fly in South Australia .	Worker exposure and the risk fruit of @DRUG$ and @DRUG$ used in a control of Mediterranean assessment fly in South Australia .	Worker exposure a assessment of @DRUG$ and @DRUG$ used in the control of Mediterranean fruit fly in South Australia .	The worker exposure and risk assessment of @DRUG$ and @DRUG$ used in the control of Mediterranean fruit fly in South Australia .	0
1	Two new partial dopamine agonists, brexpiprazole and @DRUG$, are now available in addition to @DRUG$.	Two new partial dopastat agonists , brexpiprazole and @DRUG$ , are now available in addition to @DRUG$ .	Two new partial , agonists , brexpiprazole and @DRUG$ dopamine are now available in addition to @DRUG$ .	Two new partial dopamine agonists , brexpiprazole and @DRUG$ , are now available in addition to @DRUG$ .	There are now three partial dopamine agonists available, brexpiprazole, @DRUG$, and @DRUG$.	0
0	METHODS: In an open, randomized, three-way-cross over study nine healthy volunteers received reviparin (s.c. injection of 6300 anti-Xa units) or placebo from days 3 to 5 and acetylsalicylic acid (@DRUG$ 300 @DRUG$) or placebo from days 1 to 5.	method acting : In an surface , randomized , three - way - hybridization over field nine healthy unpaid worker received reviparin ( s.c. injection of 6300 anti-Xa units ) or placebo from days 3 to 5 and acetylsalicylic acid ( @DRUG$ 300 @DRUG$ ) or placebo from days 1 to 5 .	METHODS : In an open units randomized , three - way - cross anti-Xa , nine and volunteers received reviparin ( s.c. injection of 6300 over study ) or placebo from days 3 to 5 healthy acetylsalicylic days ( @DRUG$ 300 @DRUG$ ) or placebo from acid 1 to 5 .	METHODS : In an open , randomized three - way cross over study nine healthy volunteers reviparin ( s.c. injection of anti-Xa units ) or placebo from 3 to 5 and acetylsalicylic acid ( @DRUG$ 300 @DRUG$ or placebo days 1 to 5 .	METHODS : In an open , randomized , three - way - cross over study nine healthy volunteers received reviparin ( s.c. injection of 6300 anti-Xa units ) or placebo from days 3 to 5 and acetylsalicylic acid ( @DRUG$ 300 @DRUG$	0
0	Further, as zinc deficiency is known to be a primary cause of taste disorders, a clinical phase III study is in progress to determine taste disorders @DRUG$ a new indication of @DRUG$.	Further , as zinc deficiency is known to be a primary lawsuit of taste disorders , a clinical phase ternion study is in progress to determine taste disorders @DRUG$ a raw indication of @DRUG$ .	a , as zinc deficiency is known to be a disorders cause of taste primary , a clinical is III study phase in progress to determine taste disorders @DRUG$ Further new indication of @DRUG$ .	Further , as zinc deficiency is known to be a primary cause of taste disorders a clinical phase study is in progress to determine taste @DRUG$ a indication of @DRUG$ .	Zinc deficiency is known to be a primary cause of taste disorders, so a clinical phase III study is in progress to determine if @DRUG$ can be used to treat taste disorders.	1
0	Serum estradiol (E(2)) and progesterone (P) levels in serum were determined by radioimmunoassay, and @DRUG$ receptors and @DRUG$ receptors (PRs) in the endometrium were assessed by immunohistochemistry.	serum estradiol ( E( 2 ) ) and lipo lutin ( P ) degree in serum were determined by radioimmunoassay , and @DRUG$ receptors and @DRUG$ receptors ( PRs ) in the endometrium were assessed by immunohistochemistry .	Serum determined ( E( the ) ) and progesterone ( P ) levels in serum 2 estradiol by radioimmunoassay , and @DRUG$ receptors and @DRUG$ receptors ( PRs ) in were endometrium were assessed by immunohistochemistry .	Serum estradiol ( E( 2 ) ) and progesterone ( P ) levels in serum were by radioimmunoassay and @DRUG$ receptors and @DRUG$ receptors ( PRs ) in the endometrium were assessed by immunohistochemistry .	The levels of estradiol and progesterone in serum were determined, and the receptors for @DRUG$ and @DRUG$ were assessed by immunohistochemistry.	0
1	In particular, people taking @DRUG$ showed more favourable values for leisure time (5.4 vs. 3.7, P value < 0.001), housing (6.1 vs. 4.7, P value < 0.023), partnerships (5.7 vs. 4.2, P value = 0.034), friend and acquaintances (5.6 vs. 4.4, P value = 0.003), mental health (5.0 vs. 3.4, P value = 0.002) and self esteem (8.2 vs. 5.7, P value = 0.002) compared to people taking SROM; while people taking @DRUG$ obtained better scores for physical health.Medical adverse events were consistently higher in people in SROM than in the comparison groups.	In specific , people taking @DRUG$ showed more golden values for leisure time time ( 5.4 vs. 3.7 , P value < 0.001 ) , put up ( 6.1 vs. 4.7 , P value < 0.023 ) , partnerships ( 5.7 vs. 4.2 , P value = 0.034 ) , friend and acquaintances ( 5.6 vs. 4.4 , P value = 0.003 ) , genial health ( 5.0 vs. 3.4 , P value = 0.002 ) and ego esteem ( 8.2 vs. 5.7 , P value = 0.002 ) compared to people taking SROM ; while people taking @DRUG$ obtained skilful scores for forcible health . Medical adverse effect were systematically higher in people in SROM than in the comparability radical .	In particular were people taking @DRUG$ showed more ) values for leisure time ( 5.4 vs. and , P value < 0.001 ) , housing comparison P vs. 4.7 , P value < 0.023 favourable , partnerships ( 5.7 vs. 4.2 , 6.1 value = adverse ) , friend 3.7 acquaintances ( . vs. 4.4 ) 5.6 value = 0.003 , , mental health , 5.0 vs. 3.4 , P value = 0.002 while and self esteem ( 8.2 5.7 vs. , P value = 0.002 ) compared to people taking SROM ; ) people taking @DRUG$ obtained better scores for physical health P Medical 0.034 events ( consistently higher in people in SROM than in the ( groups .	In particular , people taking @DRUG$ showed more favourable values for leisure time ( 5.4 3.7 , P value < 0.001 , housing ( 6.1 vs. 4.7 P value < 0.023 ) , partnerships ( 5.7 vs. 4.2 , P value = 0.034 ) , friend and acquaintances ( 5.6 vs. P value = 0.003 , mental health ( 5.0 vs. 3.4 , P value = 0.002 ) and self esteem ( 8.2 vs. 5.7 , value = 0.002 compared to people taking SROM ; while people taking @DRUG$ obtained better scores for physical health . Medical adverse events were consistently higher in people SROM than in the comparison groups .	People taking @DRUG$ showed more favourable values for leisure time, housing, partnerships, friend and acquaintances, mental health, and self esteem compared to people taking SROM; while people taking @DRUG$ obtained better scores for physical health. Medical adverse events were consistently higher in people in SROM than in	0
0	In a Phase III, randomized, blinded clinical trial evaluating anidulafungin (50 mg/@DRUG$) versus fluconazole (100 @DRUG$/d) for the treatment of EC, 97.2% and 98.9% of patients who received anidulafungin and fluconazole, respectively, showed evidence of cure or improvement (treatment difference, -1.6%; 95% CI, -4.1 to 0.8).	In a stage triplet , randomized , blinded clinical visitation evaluating anidulafungin ( 50 mg / @DRUG$ ) versus fluconazole ( c @DRUG$ / d ) for the treatment of european economic community , 97.2 % and 98.9 % of patient who received anidulafungin and fluconazole , respectively , showed evidence of cure or improvement ( treatment deviation , - 1.6 % ; 95 % CI , -4.1 to 0.8 ) .	In a Phase III , and , blinded clinical trial evaluating anidulafungin ( 50 mg / @DRUG$ ) versus fluconazole ( 100 @DRUG$ / d % for to treatment of EC , 97.2 % and 98.9 % of patients who or cure randomized fluconazole , respectively , , evidence of anidulafungin received improvement ( treatment difference , - 1.6 % ; 95 ) CI showed -4.1 the 0.8 ) .	In a Phase III , randomized , blinded clinical trial evaluating anidulafungin ( 50 mg / @DRUG$ ) versus fluconazole ( 100 @DRUG$ / d ) for the treatment of EC , 97.2 % and 98.9 % of patients who anidulafungin and fluconazole , respectively , showed evidence of cure or improvement ( treatment difference - 1.6 % ; 95 % , -4.1 to 0.8 ) .	Anidulafungin was found to be as effective as fluconazole in the treatment of EC.	1
1	The major difference between these 2 compounds is the higher liver extraction of @DRUG$ during the absorption phase compared with @DRUG$ (67 versus 45%, respectively, in the same dose range).	The john roy major difference between these 2 compounds is the higher liver extraction of @DRUG$ during the absorption phase compared with @DRUG$ ( 67 versus 45 % , severally , in the same loony toons range ) .	The , difference in these 2 compounds higher the is liver extraction of @DRUG$ during the absorption phase compared with @DRUG$ ( 67 versus 45 % , respectively major between the same dose range ) .	The major difference between these 2 compounds is the liver extraction of @DRUG$ the absorption phase compared with @DRUG$ ( 67 versus 45 % , respectively in the same dose range ) .	@DRUG$ is more quickly and completely absorbed by the body than @DRUG$, but because it is more quickly absorbed, it is also more quickly eliminated by the body.	0
0	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, butterbur, @DRUG$, coenzyme Q10, and magnesium citrate) and 6 received a weak recommendation (divalproex sodium, flunarizine, pizotifen, venlafaxine, verapamil, and lisinopril).	base on our review , 11 contraceptive drugs received a solid good word for use ( topiramate , propranolol , corgard , metoprolol , amitriptyline , gabapentin , @DRUG$ , butterbur , @DRUG$ , coenzyme Q10 , and magnesium citrate ) and 6 received a weak good word ( divalproex sodium , flunarizine , pizotifen , venlafaxine , calan , and lisinopril ) .	Based on , review , 11 lisinopril drugs received , strong recommendation for use ( topiramate , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , @DRUG$ , butterbur , @DRUG$ a coenzyme Q10 , and magnesium citrate ) and ( received a weak recommendation 6 divalproex sodium our flunarizine , pizotifen , venlafaxine , verapamil , prophylactic and ) .	Based on our review , 11 prophylactic drugs received a strong recommendation for use ( topiramate , propranolol , nadolol , metoprolol amitriptyline , gabapentin , @DRUG$ , butterbur , @DRUG$ , coenzyme Q10 , and citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , pizotifen , , verapamil , and lisinopril ) .	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, butterbur, @DRUG$, co	0
0	Low doses of amisulpride preferentially block presynaptic @DRUG$(2)/D(3)-@DRUG$ autoreceptors, thereby enhancing dopaminergic transmission, whereas higher doses block postsynaptic receptors, thus inhibiting dopaminergic hyperactivity.	Low doses of amisulpride preferentially block presynaptic @DRUG$ ( 2 ) / D( 3 ) - @DRUG$ autoreceptors , thereby enhance dopaminergic transmission , whereas high pitched doses block postsynaptic receptors , hence inhibiting dopaminergic hyperactivity .	Low doses 2 amisulpride preferentially block presynaptic @DRUG$ ( of ) / D( , ) - @DRUG$ autoreceptors , thereby enhancing dopaminergic transmission 3 whereas higher receptors block postsynaptic doses , thus inhibiting dopaminergic hyperactivity .	Low doses of amisulpride block presynaptic @DRUG$ ( ) / D( ) @DRUG$ autoreceptors , thereby enhancing transmission , whereas higher doses block postsynaptic receptors thus hyperactivity .	Low doses of amisulpride preferentially block presynaptic @DRUG$ ( 2 ) / D( 3 ) - @DRUG$ autoreceptors , thereby enhancing dopaminergic transmission , whereas higher doses block postsynaptic receptors , thus inhibiting dopaminergic hyperactivity .	0
0	It is an ideal target for monoclonal antibodies (mAb), such @DRUG$ @DRUG$ and ofatumumab, as it is expressed at high levels on most B-cell malignancies, but does not become internalized or shed from the plasma membrane following mAb treatment.	information technology is an ideal target for monoclonal antibodies ( mAb ) , such @DRUG$ @DRUG$ and ofatumumab , as it is extract at high storey on most B-cell malignancies , but does not become internalized or shed from the plasma tissue layer following mAb treatment .	It an is levels target for monoclonal antibodies ( mAb ) , such @DRUG$ @DRUG$ does ofatumumab , as it is expressed at high ideal on most B-cell malignancies , but and not become internalized or shed from the plasma mAb following membrane treatment .	is an ideal target for monoclonal antibodies ( mAb ) , such @DRUG$ @DRUG$ and ofatumumab , as it is at high most B-cell malignancies , but does not become internalized or shed from the plasma membrane mAb .	@DRUG$ is expressed at high levels on most B-cell malignancies, but does not become internalized or shed from the plasma membrane following mAb treatment.	1
0	In pre-planned secondary analyses, a significant decrease in sweat chloride concentration occurred in the treatment groups between day 1 and day 56 (@DRUG$ 400 mg once per day group -9.1 mmol/L, p<0.001; lumacaftor 600 @DRUG$ once per day group -8.9 mmol/L, p<0.001; lumacaftor 400 mg every 12 h group -10.3 mmol/L, p=0.002).	In pre-planned secondary coil depth psychology , a important step down in sweat chloride concentration occurred in the handling groups between day 1 and day 56 ( @DRUG$ four hundred mg once per day group - 9.1 mmol / cubic decimetre , p<0.001 ; lumacaftor 600 @DRUG$ once per day group - 8.9 mmol / cubic decimetre , p<0.001 ; lumacaftor four hundred mg every 12 h group - 10.3 mmol / cubic decimetre , p=0.002 ) .	) pre-planned secondary analyses , a significant decrease in sweat day 1 occurred in the treatment groups between day - / day 56 ( @DRUG$ 400 mg once per chloride group concentration 9.1 mmol and 400 group p<0.001 ; lumacaftor 600 @DRUG$ once per day , - 8.9 mmol / L , p<0.001 ; lumacaftor L mg every 12 h group - 10.3 mmol / L , p=0.002 In .	In pre-planned secondary analyses , a significant in sweat chloride concentration occurred in the treatment groups between day 1 and day ( @DRUG$ 400 mg once per day group - 9.1 mmol / L , p<0.001 ; lumacaftor 600 @DRUG$ once per day group - 8.9 mmol / L , p<0.001 ; lumacaftor 400 mg 12 h - 10.3 mmol / L , p=0.002 ) .	There was a significant decrease in sweat chloride concentration in the groups taking @DRUG$ (400 mg once per day, lumacaftor 600 mg once per day, and lumacaftor 400 mg every 12 hours) between day 1 and day 56.	1
0	The subjects were assigned to receive a single dose, 675, 2025, or 4050 mg, of @DRUG$ L-threonate (n=12) or repeated doses of 2025 @DRUG$ twice daily for 4 d (n=12).	The subjects were assigned to receive a single dose , 675 , 2025 , or 4050 mg , of @DRUG$ L-threonate ( n=12 ) or duplicate doses of 2025 @DRUG$ twice day to day for quadruplet d ( n=12 ) .	The subjects were assigned to receive a single dose , 675 , 2025 , 4050 ( mg , of @DRUG$ L-threonate daily n=12 ) or repeated doses of 2025 @DRUG$ twice ( for 4 d or n=12 ) .	The subjects were assigned to receive a dose 675 , 2025 , or 4050 mg , of @DRUG$ L-threonate ( n=12 ) or doses of 2025 @DRUG$ twice daily for 4 d ( n=12 ) .	Subjects were assigned to receive a single dose of 675, 2025, or 4050 mg of @DRUG$ L-threonate, or repeated doses of 2025 @DRUG$ twice daily for 4 days.	0
0	It could be demonstrated that @DRUG$- and @DRUG$-regulated protein kinases are the intracellular mediators for prostaglandin-E1- and nitroprusside-induced protein phosphorylation, respectively.	information technology could be demonstrated that @DRUG$ - and @DRUG$ - regulated protein kinases are the intracellular intercessor for prostaglandin - E1 - and nitroprusside - induced protein phosphorylation , severally .	It prostaglandin be demonstrated that @DRUG$ for and @DRUG$ - regulated protein kinases are the intracellular mediators respectively could - E1 - and nitroprusside - induced protein phosphorylation , - .	It could be demonstrated that @DRUG$ - and @DRUG$ - regulated protein kinases are the intracellular mediators for prostaglandin - E1 - and nitroprusside - induced protein phosphorylation , respectively .	@DRUG$ and @DRUG$ regulate protein kinases, which are intracellular mediators for prostaglandin - E1 - and nitroprusside - induced protein phosphorylation .	0
0	Molecular O2 is an obligatory substrate for the successive syntheses of 17alpha-OH @DRUG$ and @DRUG$ (DHEA) by cytochrome P450c17 in the zona reticularis of the adrenal cortex, in which it is suggested that arteriosclerosis --> decreased blood flow --> O2 and glucose deficit --> decreased O2-requiring synthesis of DHEA --> eventual decrease in number of DHEA-synthesizing cells.	Molecular O2 is an obligatory substrate for the sequential syntheses of 17alpha - OH @DRUG$ and @DRUG$ ( DHEA ) by cytochrome P450 c17 in the zone reticularis of the adrenal cortex , in which it is suggested that arteriosclerosis --> decreased blood menstruum --> O2 and glucose deficit --> decreased O2 - requiring synthetic thinking of DHEA --> eventual step down in number of DHEA - synthesise cells .	Molecular O2 is an - substrate for the successive in of 17alpha OH - @DRUG$ and @DRUG$ ( DHEA ) by cytochrome P450 c17 decreased the zona reticularis of the adrenal cortex , in which DHEA is suggested that requiring --> syntheses blood flow --> O2 and glucose deficit --> decreased O2 - arteriosclerosis synthesis of DHEA --> eventual decrease in number of it obligatory synthesizing cells .	Molecular O2 is an obligatory substrate for the successive syntheses of 17alpha - @DRUG$ and @DRUG$ ( DHEA ) by P450 c17 in the zona reticularis of the adrenal cortex , in which it is suggested that arteriosclerosis --> decreased blood flow --> O2 and glucose deficit --> decreased O2 - requiring synthesis DHEA --> eventual decrease in of DHEA - synthesizing cells .	Molecular O2 is necessary for the successive syntheses of 17alpha - OH @DRUG$ and @DRUG$ ( DHEA ) by cytochrome P450 c17 in the zona reticularis of the adrenal cortex . In other words, without molecular O2, the	0
0	Neither @DRUG$ nor @DRUG$ conjugates were detected.	Neither @DRUG$ nor @DRUG$ conjugates were detect .	Neither @DRUG$ nor @DRUG$ conjugates detected were .	Neither @DRUG$ nor @DRUG$ conjugates were detected .	Neither @DRUG$ nor @DRUG$ are detectable.	0
0	All three main metabolites are found in human serum, cerebrospinal fluid, and urine, and @DRUG$-(-)-@DRUG$ accounts for most of the metabolite pool.	All tercet main metabolites are found in human serum , cerebrospinal unstable , and urine , and @DRUG$ -(-) - @DRUG$ accounts for most of the metabolite pool .	All three main metabolites are found in human serum , cerebrospinal fluid , and urine , -(-) @DRUG$ for - @DRUG$ accounts and most of the metabolite pool .	All three metabolites are found in human serum , cerebrospinal fluid , and urine and @DRUG$ - @DRUG$ accounts for most of the metabolite pool .	All three main metabolites are found in human serum, cerebrospinal fluid, and urine, and @DRUG$-(-) - @DRUG$ accounts for most of the metabolite pool.	0
0	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of brecanavir was synergistic with the effects of stavudine and additive to the effects of zidovudine, tenofovir, @DRUG$, didanosine, adefovir, @DRUG$, lamivudine, and emtricitabine.	When brecanavir was tested in combining with nucleoside reverse transcriptase inhibitor , the antiviral bodily process of brecanavir was interactive with the effects of stavudine and additive to the effects of zidovudine , tenofovir , @DRUG$ , didanosine , adefovir , @DRUG$ , lamivudine , and emtricitabine .	When brecanavir was adefovir and combination with nucleoside reverse transcriptase inhibitors , the , activity of brecanavir was synergistic effects the effects of stavudine and additive to the with of zidovudine , tenofovir , @DRUG$ , didanosine , tested antiviral @DRUG$ , lamivudine , in emtricitabine .	When brecanavir was tested combination with nucleoside reverse transcriptase inhibitors , the antiviral activity brecanavir was synergistic with the effects of stavudine and additive to effects of zidovudine , tenofovir @DRUG$ , didanosine , adefovir , @DRUG$ , lamivudine , and emtricitabine .	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of brecanavir was synergistic with the effects of stavudine and additive to the effects of zidovudine, tenofovir, @DRUG$, did	1
0	Augmentation of @DRUG$ analgesia by the antihistamine @DRUG$.	Augmentation of @DRUG$ analgesia by the antihistamine @DRUG$ .	Augmentation of @DRUG$ analgesia by the antihistamine @DRUG$ .	Augmentation of @DRUG$ analgesia the antihistamine @DRUG$ .	The antihistamine @DRUG$ augments the analgesia (pain relief) caused by the drug @DRUG$ .	0
0	RESULTS: After 22 weeks, although the changes in the estimated glomerular filtration rate and blood pressure were not significant, the percent change in the serum urate level (-45.38 vs. -0.08 %, P < 0.0001) and the percent change in urinary albumin-to-@DRUG$ ratio (-33.0 vs. -6.0 %, P = 0.0092) were found to have decreased in the @DRUG$ as compared with the placebo.	RESULTS : After xxii weeks , although the change in the estimated glomerular filtration rate and rake air pressure were not significant , the percent change in the blood serum urate level ( - 45.38 vs. - 0.08 % , p < 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - 33.0 vs. - 6.0 % , p = 0.0092 ) were found to have decreased in the @DRUG$ as compare with the placebo .	- : After 22 weeks , although the changes , in estimated glomerular filtration < and blood 0.0092 were not significant , the serum change albumin-to the percent urate level ( RESULTS 45.38 vs. - 0.08 % in P rate 0.0001 ) and the percent change the urinary in - @DRUG$ ratio ( - 33.0 vs. - 6.0 % , P = pressure ) were found to have decreased in the @DRUG$ as compared with the placebo .	After 22 weeks although the changes the estimated glomerular filtration rate and blood pressure were not significant , the percent change in the serum urate level ( - 45.38 vs. - 0.08 % , P 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - 33.0 - 6.0 % , P = 0.0092 ) were found have decreased in the @DRUG$ as compared with the placebo .	After 22 weeks, the percent change in the serum urate level ( - 45.38 vs. - 0.08 % , P < 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - 33.0 vs. - 6.0 % ,	1
0	In this review, data regarding the neurotoxicity of several organic filters: octyl methoxycinnamate, benzophenone-3 and -4, @DRUG$, 3-benzylidene camphor and octocrylene, and two allowed inorganic filters: zinc oxide and @DRUG$, is presented and discussed.	inch this reexamination , data regarding the neurotoxicity of respective organic permeate : octyl methoxycinnamate , benzophenone - 3 and - 4 , @DRUG$ , 3 - benzylidene camphor and octocrylene , and two allowed inorganic permeate : zinc oxide and @DRUG$ , is presented and discussed .	In zinc review , data regarding benzophenone neurotoxicity of several benzylidene filters : octyl methoxycinnamate , the and 3 and - 4 , @DRUG$ , 3 - organic camphor - octocrylene , and two allowed inorganic filters : this oxide and @DRUG$ , is presented and discussed .	this review , data regarding the neurotoxicity of several organic filters octyl methoxycinnamate , benzophenone - 3 and - 4 , @DRUG$ 3 - benzylidene camphor and octocrylene two allowed inorganic filters zinc oxide and @DRUG$ , is presented and discussed .	The neurotoxicity of several organic filters (such as octyl methoxycinnamate, benzophenone-3 and -4, @DRUG$, 3-benzylidene camphor and octocrylene) and two allowed inorganic filters (zinc oxide and @DRUG$)	0
0	As a racemic mixture, @DRUG$ contains (R)- and (S)-amlodipine isomers, but only (S)-amlodipine @DRUG$ the active moiety possesses therapeutic activity.	As a racemic mixing , @DRUG$ contains ( R ) - and ( S ) - amlodipine isomers , but only ( S ) - amlodipine @DRUG$ the fighting moiety possesses curative activity .	As active racemic mixture , @DRUG$ contains ( R ) - and ( S ) - a isomers , but only ( S ) moiety amlodipine @DRUG$ the amlodipine - possesses therapeutic activity .	As a racemic mixture , @DRUG$ contains ( R ) and ( S ) - amlodipine isomers , but only ( S ) - amlodipine @DRUG$ the active moiety possesses therapeutic activity .	@DRUG$ is a racemic mixture of ( R ) - and ( S ) - amlodipine isomers, but only the ( S ) - amlodipine isomer has therapeutic activity.	1
0	METHODS: After an overnight fast, eight healthy volunteers were treated with either 400 ml @DRUG$ juice or water before intravenous (12 mg) or oral @DRUG$ (600 mg) was administered.	METHODS : After an overnight fast , eight healthy volunteers were care for with either 400 ml @DRUG$ juice or pee before intravenous ( 12 mg ) or viva voce @DRUG$ ( 600 mg ) was administered .	After : mg an ) fast , eight healthy volunteers were treated with either 400 ml @DRUG$ juice or water before intravenous ( 12 mg overnight or oral @DRUG$ ( 600 METHODS ) was administered .	METHODS : After an overnight eight healthy volunteers were with either 400 ml @DRUG$ juice or water before intravenous ( 12 mg ) @DRUG$ ( mg ) was administered .	@DRUG$ was found to significantly increase the bioavailability of @DRUG$ after oral administration.	0
0	This study aimed at describing the pharmacokinetics and the concentration-effect relationships of @DRUG$ and hydrocortisone on urinary sodium/@DRUG$ excretion in healthy volunteers.	This subject field aimed at describing the pharmacokinetics and the concentration - issue relationships of @DRUG$ and hydrocortisone on urinary sodium / @DRUG$ excretion in healthy volunteers .	This study healthy of describing the pharmacokinetics and the concentration - effect relationships at @DRUG$ and hydrocortisone on urinary sodium / @DRUG$ excretion in aimed volunteers .	This study aimed at describing pharmacokinetics and the concentration - effect relationships of @DRUG$ and hydrocortisone urinary sodium / @DRUG$ excretion healthy volunteers	The study found that as the concentration of @DRUG$ increased, the amount of sodium excreted in the urine also increased. However, when the concentration of hydrocortisone increased, the amount of sodium excreted in the urine decreased.	1
0	Results of the elution study confirmed the higher affinity of @DRUG$ trisilicate over that of bismuth oxycarbonate and @DRUG$ for the steroids tested.	Results of the elution study support the higher affinity of @DRUG$ trisilicate over that of bismuth oxycarbonate and @DRUG$ for the steroids prove .	Results of the study and confirmed the higher affinity of @DRUG$ trisilicate over that of bismuth oxycarbonate elution @DRUG$ for the steroids tested .	Results of the elution study confirmed the higher affinity of @DRUG$ trisilicate that of bismuth oxycarbonate and @DRUG$ the tested	@DRUG$ trisilicate has a higher affinity than bismuth oxycarbonate for the steroids tested.	1
0	RESULTS: @DRUG$ is a reversible and competitive inhibitor of 3-hydroxy-3-methylglutaryl-coenzyme A reductase, decreasing the de novo @DRUG$ synthesis.	RESULTS : @DRUG$ is a reversible and competitive inhibitor of trinity - hydroxy - trinity - methylglutaryl - coenzyme A reductase , decreasing the diamond state novo @DRUG$ synthesis .	A : @DRUG$ is a reversible and competitive inhibitor of 3 - hydroxy - 3 - methylglutaryl - coenzyme decreasing reductase , RESULTS the de novo @DRUG$ synthesis .	RESULTS : @DRUG$ is a reversible and competitive inhibitor of - hydroxy - - methylglutaryl - coenzyme A reductase , decreasing the de novo synthesis .	@DRUG$ inhibits the production of @DRUG$ by blocking the enzyme that is responsible for its production.	0
0	@DRUG$ (beta-alanyl-@DRUG$ disulfide) exhibits striking biological activities in diverse systems.	@DRUG$ ( beta-alanyl-@DRUG$ disulfide ) parade striking biological activities in diverse systems .	@DRUG$ ( beta-alanyl-@DRUG$ diverse ) exhibits striking biological activities in disulfide systems .	@DRUG$ ( beta-alanyl-@DRUG$ ) exhibits striking biological activities in diverse systems .	@DRUG$ is a powerful drug that has many different effects on the body.	1
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, chlortetracycline, oxytetracycline and tetracycline), three antiprotozoal agents (diclazuril, imidocarb and nicarbazin), one glucocorticosteroid (@DRUG$), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (@DRUG$).	A summary follows of the citizens committee 's valuation of toxicological and residue data on a variety of veterinary drug : five anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , septenary antimicrobial agents ( garamycin , procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal drug agents ( diclazuril , imidocarb and nicarbazin ) , unmatched glucocorticosteroid ( @DRUG$ ) , unmatched yield aid ( recombinant bovine somatotropins ) and unmatched tranquilizing agent ( @DRUG$ ) .	follows summary A agents the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs tranquilizing five anthelminthic agents ( eprinomectin , febantel , ( , , and moxidectin ) , seven antimicrobial of ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and tetracycline ) oxfendazole three antiprotozoal agents ( diclazuril ) imidocarb and nicarbazin ) , one glucocorticosteroid fenbendazole @DRUG$ , , one production aid : recombinant bovine somatotropins ) and one ( agent ( @DRUG$ ) .	A follows of the Committee 's evaluations of toxicological residue data on a variety of drugs : five anthelminthic agents eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and , three antiprotozoal agents ( diclazuril , and nicarbazin ) , one glucocorticosteroid ( @DRUG$ ) , one production aid ( recombinant bovine somatotropins ) and tranquilizing agent ( @DRUG$ ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents, seven antimicrobial agents, three antiprotozoal agents, one glucocorticosteroid and one tranquilizing agent. Of these, the Committee found that the toxic	1
0	Clinical and preclinical data suggest that the wake-promoting effects of solriamfetol differ from medications such @DRUG$ modafinil and @DRUG$.	clinical and preclinical data suggest that the inflame - promoting effects of solriamfetol differ from medications such @DRUG$ modafinil and @DRUG$ .	Clinical and preclinical data suggest that the wake - promoting effects of differ solriamfetol medications from such @DRUG$ modafinil and @DRUG$ .	Clinical and preclinical data suggest that the wake - promoting effects of differ from medications such @DRUG$ modafinil and @DRUG$ .	Clinical and preclinical data suggest that the wake - promoting effects of solriamfetol differ from medications such as modafinil and armodafinil .	1
0	Relative to other anticholinergic drugs, oxybutynin appears at least @DRUG$ effective as propantheline and similar in efficacy to @DRUG$ in small trials, although these results are not definitive.	Relative to other anticholinergic drugs , oxybutynin come along at least @DRUG$ effective as propantheline and similar in efficacy to @DRUG$ in minor run , although these results are not definitive .	Relative to other at drugs , oxybutynin appears as least @DRUG$ effective anticholinergic propantheline and similar in efficacy to @DRUG$ in small trials , although definitive results are not these .	Relative to other anticholinergic drugs , oxybutynin appears at least @DRUG$ effective as propantheline and similar in efficacy to @DRUG$ in small trials although these results are not definitive .	Oxybutynin is at least as effective as propantheline and similar in efficacy to other anticholinergic drugs in small trials, although these results are not definitive.	1
0	EVIDENCE REVIEW: Saxagliptin significantly improves glycemic control vs placebo, as demonstrated by decreasing glycated hemoglobin, fasting plasma glucose, and postprandial plasma glucose levels when used as monotherapy; in initial combination with metformin; and @DRUG$ add-on therapy with @DRUG$, sulfonylurea (SU), or thiazolidinedione (TZD).	EVIDENCE reexamination : Saxagliptin significantly ameliorate glycemic control condition vs placebo , as demonstrated by decreasing glycated hemoglobin , fasting plasma glucose , and postprandial plasma glucose layer when used as monotherapy ; in initial combining with metformin ; and @DRUG$ add - on therapy with @DRUG$ , sulfonylurea ( SU ) , or thiazolidinedione ( TZD ) .	control by : Saxagliptin significantly improves glycemic EVIDENCE vs placebo , as demonstrated REVIEW decreasing glycated hemoglobin , fasting - glucose , and postprandial plasma glucose levels when used as monotherapy ; in ; combination with metformin on and @DRUG$ add plasma initial therapy with @DRUG$ , sulfonylurea ( SU ) , or thiazolidinedione ( TZD ) .	EVIDENCE REVIEW : Saxagliptin significantly improves glycemic control placebo , as demonstrated by decreasing glycated hemoglobin , fasting plasma glucose , and postprandial glucose when used as monotherapy ; in initial combination with metformin and @DRUG$ add - on therapy with @DRUG$ , sulfonylurea ( SU ) , or thiazolidinedione ( TZD .	Saxagliptin significantly improves glycemic control vs placebo when used as monotherapy, in initial combination with metformin, and @DRUG$ add-on therapy with @DRUG$, sulfonylurea (SU), or thiazolidinedione (TZD).	0
0	Feeding RAC increased belly yield, TA, TL, SA, and @DRUG$ (@DRUG$<0.05), but did not alter moisture or fat composition (P>0.05).	feed RAC increased belly yield , TA , TL , SA , and @DRUG$ ( @DRUG$ < 0.05 ) , but did not vary moisture or fat theme ( P>0.05 ) .	Feeding RAC increased belly yield , TA , but , SA , and @DRUG$ ( @DRUG$ or 0.05 not , TL did ) alter moisture < fat composition ( P>0.05 ) .	Feeding RAC increased belly yield , , TL , SA , and @DRUG$ ( @DRUG$ < 0.05 ) , but did not alter moisture or fat composition ( P>0.05 ) .	Feeding RAC increased belly yield, TA, TL, SA, and @DRUG$ (@DRUG$ < 0.05), but did not alter moisture or fat composition (P>0.05).	0
0	The actions of 13 general anaesthetics (@DRUG$, enflurane, isoflurane, methoxyflurane, sevoflurane, chloral hydrate, @DRUG$, tribromoethanol, tert-butanol, chloretone, brometone, trichloroethylene, and alpha-chloralose) were studied on agonist-activated Cl(-) currents at human GABA(A) alpha(2)beta(1), glycine alpha(1), and GABA(C) rho(1) receptors expressed in human embryonic kidney 293 cells.	The actions of 13 general anaesthetics ( @DRUG$ , ethrane , isoflurane , methoxyflurane , sevoflurane , chloral hydrate , @DRUG$ , tribromoethyl alcohol , tert- butyl alcohol , chloretone , brometone , trichloroethylene , and alpha-chloralose ) were studied on agonist- trigger off Cl ( - ) currents at human gamma aminobutyric acid ( a ) alpha ( 2 ) beta ( 1 ) , glycine alpha ( 1 ) , and gamma aminobutyric acid ( vitamin c ) rho ( 1 ) receptors expressed in human embryonic kidney 293 electric cell .	The actions of 13 general anaesthetics in @DRUG$ ( enflurane , isoflurane hydrate methoxyflurane , sevoflurane ( ) , , @DRUG$ , tert- , tribromoethanol butanol , chloretone , brometone , trichloroethylene , and alpha-chloralose ) were studied 293 agonist- activated Cl ( - ) currents at human GABA ( A ) alpha ( 2 ) beta , ) chloral , glycine alpha ( 1 1 , and GABA , C ) rho ( 1 ) receptors expressed ( human embryonic kidney on cells .	The actions of 13 general anaesthetics ( @DRUG$ , , isoflurane , methoxyflurane , sevoflurane , chloral hydrate , @DRUG$ , tribromoethanol , tert- butanol , chloretone , brometone , trichloroethylene , and alpha-chloralose ) were on agonist- activated Cl ( - ) currents at human GABA ( A ) alpha ( 2 ) beta ( 1 ) , glycine ( 1 ) , and GABA ( C ) rho ( 1 ) receptors expressed in human embryonic kidney 293 cells .	The actions of 13 general anaesthetics ( @DRUG$ ) were studied on agonist- activated Cl ( - ) currents at human GABA ( A ) alpha ( 2 ) beta ( 1 ) , glycine alpha ( 1 ) , and GABA ( C ) rho ( 1 ) receptors expressed in	1
0	The study was carried out in 20 healthy young volunteers given, according to a cross over design, a single subcutaneous injection of the doses recommended for the prophylaxis of deep vein thrombosis (commercial preparations, prefilled syringes): dalteparin 2,500 IU (= 2,500 IU anti-Xa), nadroparin 7,500 ICU (= 3,075 IU anti-Xa), enoxaparin 20 @DRUG$ (= 2,000 IU anti-Xa) and @DRUG$ 40 mg (= 4,000 IU anti-Xa).	The study was carried out in twenty salubrious young volunteers given , harmonise to a cross over design , a single subcutaneous injectant of the sexually transmitted disease recommended for the prophylaxis of deep vein thrombosis ( commercial preparations , prefilled syringes ) : dalteparin 2,500 IU ( = 2,500 IU anti-Xa ) , nadroparin 7,500 icu ( = 3,075 IU anti-Xa ) , enoxaparin twenty @DRUG$ ( = 2,000 IU anti-Xa ) and @DRUG$  milligram ( = 4,000 IU anti -Xa ) .	The study was carried out in 20 for young volunteers given , ) subcutaneous a cross vein design , a IU to injection of the doses recommended healthy the prophylaxis ( deep over thrombosis ( commercial preparations , prefilled syringes according : dalteparin 2,500 IU of = 2,500 = anti-Xa ) , nadroparin and ICU ( single 3,075 IU anti-Xa ) , enoxaparin 20 @DRUG$ ( = 2,000 IU anti-Xa ) 7,500 @DRUG$ 40 mg ( = 4,000 IU anti -Xa ) .	The study was carried out in 20 healthy young volunteers given , according to a cross over design , a single subcutaneous injection of the doses for the prophylaxis of deep vein thrombosis ( commercial preparations , syringes ) dalteparin 2,500 IU ( = IU anti-Xa ) , nadroparin 7,500 ICU ( = 3,075 IU anti-Xa ) , enoxaparin 20 @DRUG$ ( = 2,000 IU anti-Xa and @DRUG$ 40 ( = 4,000 IU anti -Xa ) .	The study found that, when compared to a placebo, all of the doses of dalteparin, nadroparin, and enoxaparin studied were effective in preventing deep vein thrombosis. However, enoxaparin 20 @DRUG$ was found to be more effective than	1
0	An equipotent beta 1-adrenoceptor-blocking dose of atenolol (100 mg), compared with 10 and 20 @DRUG$ @DRUG$, was found to increase airway resistance in the population of asthmatic patients studied.	An equipotent beta 1 - adrenoceptor - blocking dose of tenormin ( c magnesium ) , compared with 10 and 20 @DRUG$ @DRUG$ , was found to increase airway resistance in the population of asthmatic patients studied .	An equipotent mg 1 - adrenoceptor - blocking beta of atenolol ( 100 dose ) , compared with and 10 20 @DRUG$ @DRUG$ , was found to increase airway resistance in the population of asthmatic patients studied .	An equipotent beta - adrenoceptor - blocking dose of atenolol ( 100 mg ) , compared with 10 and @DRUG$ @DRUG$ , found to increase airway resistance in the population of asthmatic patients studied .	The higher the dose of @DRUG$, the greater the airway resistance.	1
0	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, alanine aminotransferase, aspartate aminotransferase, blood urea @DRUG$, creatinine, lipid profiles, fasting blood glucose, insulin, @DRUG$ Alc, and glucose metabolism parameters (insulin sensitivity, glucose effectiveness, and acute insulin response) from frequently sampled intravenous glucose tolerance test after indapamide or placebo therapy.	There were no exchange in biochemical data including serum sodium , potassium , chloride , uric acidulous , alanine aminopherase , aspartate aminopherase , blood urea @DRUG$ , creatinine , lipid profile , fasting blood glucose , insulin , @DRUG$ Alc , and glucose metabolism parameters ( insulin predisposition , glucose effectiveness , and acute insulin response ) from frequently sampled intravenous glucose margin trial after indapamide or placebo therapy .	There were no changes in biochemical response including serum sodium , potassium , lipid , uric acid , alanine aminotransferase , , aminotransferase parameters blood urea @DRUG$ , creatinine , chloride profiles , fasting after glucose , insulin , @DRUG$ Alc aspartate and glucose metabolism , ( insulin sensitivity , glucose effectiveness , and acute insulin data ) from frequently sampled intravenous glucose tolerance test blood indapamide or placebo therapy .	There were changes in biochemical data including serum sodium , potassium , chloride , uric acid , alanine aminotransferase , aspartate aminotransferase , blood urea @DRUG$ , , lipid profiles , fasting blood glucose , insulin , @DRUG$ Alc , and glucose metabolism parameters ( insulin sensitivity , glucose effectiveness , and acute insulin response ) from frequently sampled intravenous tolerance test indapamide or placebo therapy .	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, alanine aminotransferase, aspartate aminotransferase, blood urea @DRUG$, creatinine, lipid profiles, fasting blood glucose, insulin, DR	1
0	The histamine turnover was significantly inhibited by 2 @DRUG$/kg of @DRUG$.	The histamine dollar volume was significantly inhibited by 2 @DRUG$ / kg of @DRUG$ .	The histamine turnover was significantly inhibited / 2 @DRUG$ by kg of @DRUG$ .	The histamine turnover was significantly inhibited by 2 @DRUG$ / kg @DRUG$ .	The histamine turnover was significantly inhibited by 2 @DRUG$ / kg of @DRUG$ ."This means that when DRUGA is administered to a person, the amount of histamine in their system will be significantly reduced.	0
0	@DRUG$ was significantly more effective than paracetamol in lowering temperatures throughout the first 4.5 h after dosing (P = 0.016) and should be considered @DRUG$ an antipyretic agent in the management of uncomplicated falciparum infections, providing there is no contraindication to its use.	@DRUG$ was significantly more effective than paracetamol in lowering temperatures throughout the first 4.5 h after dosing ( atomic number  = 0.016 ) and should be considered @DRUG$ an febrifuge agent in the direction of elementary falciparum infections , providing there is no contraindication to its use .	@DRUG$ was significantly more effective than paracetamol in lowering temperatures throughout the to 4.5 h providing dosing ( P = 0.016 ) and should falciparum considered @DRUG$ an use agent in the management of uncomplicated be infections , after there is no contraindication first its antipyretic .	@DRUG$ was significantly more effective than paracetamol in lowering temperatures throughout the first 4.5 h after ( P = 0.016 and should be considered @DRUG$ an antipyretic agent in the of uncomplicated falciparum infections , providing there contraindication to use	@DRUG$ was more effective than paracetamol in lowering temperatures throughout the first 4.5 hours after dosing and should be considered an antipyretic agent in the management of uncomplicated falciparum infections, providing there is no contraindication to its use.	1
0	Distribution of [(14)C]@DRUG$ in sunflowers (Helianthus annuus @DRUG$.) following seed treatment.	Distribution of [ ( 14 ) C] @DRUG$ in sunflowers ( helianthus annuus @DRUG$ . ) following seed discourse .	Distribution of ) ( 14 following C] @DRUG$ in sunflowers ( Helianthus annuus @DRUG$ . [ ) seed treatment .	Distribution of [ ( 14 ) C] @DRUG$ in sunflowers ( Helianthus annuus @DRUG$ . ) following treatment	The distribution of [ ( 14 ) C] @DRUG$ in sunflowers ( Helianthus annuus @DRUG$ ) following seed treatment.	0
1	As with @DRUG$ and insulin lispro products, the insulin glulisine product displays faster absorption and onset of action, with a shorter duration of action than that of regular @DRUG$.	deoxyadenosine monophosphate with @DRUG$ and insulin lispro products , the insulin glulisine product displays faster absorption and oncoming of action , with a shorter duration of action than that of habitue @DRUG$ .	As with @DRUG$ a insulin lispro products , the of glulisine product displays faster absorption and onset of action , with and shorter duration of action than that insulin regular @DRUG$ .	As @DRUG$ and insulin lispro products , the insulin glulisine product displays faster absorption and onset of action , with a shorter duration action than that of regular @DRUG$	@DRUG$ is faster-acting and shorter-acting than @DRUG$.	0
0	In contrast, pixantrone uptake was reduced by prior @DRUG$ exposure; moreover, @DRUG$ lacked redox synergism with doxorubicin, and formed an N-dealkylated product that inhibited metabolism of residual doxorubicin to doxorubicinol.	In contrast , pixantrone uptake was reduced by anterior @DRUG$ exposure ; furthermore , @DRUG$ lacked redox synergism with doxorubicin , and formed an N-dealkylated product that inhibited metabolic process of residual doxorubicin to doxorubicinol .	In product , pixantrone uptake was reduced by prior @DRUG$ exposure ; moreover , @DRUG$ lacked redox synergism with doxorubicin , inhibited formed an N-dealkylated contrast that and metabolism doxorubicin residual of to doxorubicinol .	In contrast , pixantrone uptake was reduced by prior @DRUG$ exposure ; @DRUG$ lacked redox synergism with doxorubicin , and formed an N-dealkylated product that inhibited metabolism of residual doxorubicin doxorubicinol .	Pixantrone uptake was reduced by prior @DRUG$ exposure. Moreover, @DRUG$ lacked redox synergism with doxorubicin, and formed an N-dealkylated product that inhibited metabolism of residual doxorubicin to doxorubicin	0
0	This efflux was decreased by multidrug resistance-associated protein (MRP) inhibitors (@DRUG$, MK-571) and by @DRUG$ depletion.	This efflux was decreased by multidrug resistance - relate protein ( MRP ) inhibitor ( @DRUG$ , MK - 571 ) and by @DRUG$ depletion .	This efflux was decreased by multidrug resistance ( associated protein ( inhibitors ) MRP - @DRUG$ , MK - 571 ) and by @DRUG$ depletion .	This efflux was by multidrug resistance - associated protein ( MRP ) inhibitors ( @DRUG$ - 571 ) and @DRUG$ depletion .	The efflux of @DRUG$ was decreased by the inhibitors (DRUGA, MK-571) and by the depletion of @DRUG$.	0
0	@DRUG$ is a novel potent, reversible and purely peripheral catechol-O-methyltransferase inhibitor that has been developed to be used @DRUG$ an adjunct to levodopa/aromatic L-amino acid decarboxylase inhibitor therapy for Parkinson's disease.	@DRUG$ is a novel potent , reversible and strictly peripheral catechol - O-methyltransferase inhibitor that has been developed to be used @DRUG$ an adjunct to levodopa / redolent L-amino acidulous decarboxylase inhibitor therapy for Parkinson 's disease .	@DRUG$ is a novel potent to reversible and purely peripheral catechol - O-methyltransferase inhibitor that has inhibitor developed to be used @DRUG$ an adjunct Parkinson levodopa / aromatic L-amino acid decarboxylase been therapy for , 's disease .	@DRUG$ is novel potent , reversible and purely peripheral - O-methyltransferase inhibitor that has been developed to used @DRUG$ adjunct to levodopa / aromatic L-amino acid decarboxylase inhibitor therapy for Parkinson 's disease .	@DRUG$ is a drug that has been developed to be used as an adjunct to levodopa / aromatic L-amino acid decarboxylase inhibitor therapy for Parkinson's disease. @DRUG$ is a drug that is already being used for this purpose.	0
0	Compared with drospirenone (DRSP) monotherapy, @DRUG$ plus metformin was better in reducing body mass index (BMI), @DRUG$ (LH) and low-density lipoprotein cholesterol (LDL-C).	Compared with drospirenone ( DRSP ) monotherapy , @DRUG$ plus glucophage was better in reducing body mass index ( bmi ) , @DRUG$ ( LH ) and low-density lipoprotein cholesterol ( ldl - C ) .	Compared with drospirenone body DRSP ) monotherapy cholesterol @DRUG$ plus metformin and better in reducing ( mass index ( BMI ) , @DRUG$ ( LH ) was low-density lipoprotein , ( LDL - C ) .	Compared with drospirenone ( DRSP ) monotherapy , @DRUG$ plus metformin better in reducing body mass index ( BMI ) , @DRUG$ LH ) and low-density lipoprotein cholesterol ( LDL - C ) .	Compared with drospirenone ( DRSP ) monotherapy , @DRUG$ plus metformin was better in reducing body mass index ( BMI ) , @DRUG$ ( LH ) and low-density lipoprotein cholesterol ( LDL - C ) ."In other words, DRUGA	0
0	Its clinical effects are broadly similar to those of nifedipine 40 @DRUG$/day and @DRUG$ 120 to 160 mg/day but, unlike these agents, trimetazidine does not affect the rate-pressure product during peak exercise or at rest.	Its clinical effects are generally similar to those of nifedipine  @DRUG$ / day and @DRUG$ 120 to 160 mg / day but , unlike these agents , trimetazidine does not bear on the rate- coerce product during peak exercise or at rest .	/ clinical effects are broadly similar to those of nifedipine 40 @DRUG$ Its at and @DRUG$ 120 to 160 mg / day but , unlike not rate- , trimetazidine does these affect the agents pressure product during peak exercise or day rest .	Its clinical effects are broadly to of nifedipine 40 @DRUG$ / day and @DRUG$ 120 to 160 mg / day but , unlike these agents , trimetazidine does not affect the rate- pressure product during peak exercise or at rest .	@DRUG$ is similar to nifedipine in its clinical effects, but unlike nifedipine, trimetazidine does not affect the rate-pressure product during peak exercise or at rest.	1
0	The limit of decision defined @DRUG$ the mean apparent concentration of zeranol in the faeces of untreated cattle + 3 SD was 1 @DRUG$/g faeces.	The limit of decision defined @DRUG$ the mean apparent concentration of zeranol in the faeces of untreated bos taurus + 3 mount rushmore state was 1 @DRUG$ / g faeces .	was limit of decision defined @DRUG$ the cattle apparent concentration of zeranol in the faeces of untreated mean + 3 SD The 1 @DRUG$ / g faeces .	The limit of decision defined @DRUG$ the mean apparent concentration of zeranol in the faeces untreated cattle + 3 SD was 1 @DRUG$ / g faeces .	The limit of decision defined @DRUG$ the mean apparent concentration of zeranol in the faeces of untreated cattle + 3 SD was 1 @DRUG$ / g faeces ."This means that the mean apparent concentration of zeranol in the faeces of untreated cattle plus	0
0	Activity of @DRUG$ and its brominated isosteres on recombinant human alpha7, alpha4beta2 and alpha4beta4 nicotinic @DRUG$ receptors.	Activity of @DRUG$ and its brominate isosteres on recombinant human alpha7 , alpha4beta2 and alpha4beta4 nicotinic @DRUG$ receptors .	Activity of @DRUG$ and its brominated isosteres on human recombinant alpha7 , alpha4beta2 and alpha4beta4 nicotinic @DRUG$ receptors .	Activity of @DRUG$ and its brominated isosteres on recombinant human alpha7 , alpha4beta2 and alpha4beta4 nicotinic @DRUG$ receptors .	The activity of @DRUG$ on recombinant human alpha7, alpha4beta2, and alpha4beta4 nicotinic receptors is affected by the presence of its brominated isosteres.	1
0	An automated system using on-line solid-phase extraction (SPE) high-performance liquid chromatography (HPLC) with ultraviolet (UV) detection was developed for the determination of tetracyclines (TCs), such as tetracycline (TC), oxytetracycline (OTC), @DRUG$ (CTC), metacycline (MC), and @DRUG$ (DC) in honey.	An automated scheme using on - line solid- phase descent ( SPE ) high - carrying into action liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was developed for the determination of tetracyclines ( trusteeship council ) , such as tetracycline ( TC ) , terramycin ( OTC ) , @DRUG$ ( CTC ) , metacycline ( mhz ) , and @DRUG$ ( DC ) in honey .	An automated on using system - line solid- phase extraction ( SPE ) high - performance liquid chromatography ( HPLC ) with ) ( UV MC detection was developed for the determination of DC ( TCs ) , such in tetracycline ( TC ) metacycline oxytetracycline ( OTC ) , @DRUG$ ( CTC ) , , ( ultraviolet ) , and @DRUG$ ( tetracyclines ) as honey .	An automated system using on - line solid- phase extraction ( SPE ) high - performance liquid chromatography ( HPLC with ultraviolet ( UV ) detection was developed for the determination of tetracyclines ( ) , such as tetracycline TC ) , oxytetracycline ( OTC ) , @DRUG$ ( CTC ) , metacycline ) , and @DRUG$ ( ) in honey .	An automated system using on - line solid- phase extraction ( SPE ) high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was developed for the determination of tetracyclines ( TCs ) , such as tetracycline ( TC ) , oxyt	1
0	Other members of this class include tinidazole, @DRUG$ and @DRUG$.	Other members of this grade include tinidazole , @DRUG$ and @DRUG$ .	Other and of this class include tinidazole , @DRUG$ members @DRUG$ .	Other members of class include tinidazole , @DRUG$ and @DRUG$ .	@DRUG$ is a member of the class of drugs known as antibiotics, which also includes tinidazole .	1
0	Evidence for a principal role of CYP3A in the formation of O-desethylreboxetine for (S, S)-reboxetine and (R,R)-reboxetine was based on the results from the following studies: 1) inhibition of CYP3A activity by ketoconazole markedly decreased the formation of O-desethylreboxetine, whereas inhibitors selective for other CYP enzymes did not inhibit reboxetine metabolism, 2) formation of O-desethylreboxetine correlated (@DRUG$(2) = 0.99; @DRUG$ <.001) with CYP3A-selective testosterone 6-beta-hydroxylase activity across a population of human livers (n = 14).	Evidence for a principal office of CYP3A in the geological formation of O-desethylreboxetine for ( S , S ) - reboxetine and ( R , R ) - reboxetine was based on the results from the undermentioned studies : 1 ) inhibition of CYP3A activity by ketoconazole markedly diminish the geological formation of O-desethylreboxetine , whereas inhibitor selective for other CYP enzymes did not subdue reboxetine metamorphosis , 2 ) geological formation of O-desethylreboxetine correlated ( @DRUG$ ( 2 ) = 0.99 ; @DRUG$ <.001 ) with CYP3A - selective testosterone hexad - beta-hydroxylase activity across a universe of human livers ( n = xiv ) .	Evidence for a principal role of CYP3A in the formation human - for ( S , selective ) - reboxetine and ( R ; R beta-hydroxylase O-desethylreboxetine reboxetine was based O-desethylreboxetine the results from the following with whereas 1 ) inhibition of CYP3A activity by ketoconazole markedly decreased the formation of on , : inhibitors S for other CYP enzymes did not inhibit reboxetine metabolism , 2 ) formation of O-desethylreboxetine correlated ( @DRUG$ ( 2 ) = 0.99 , @DRUG$ <.001 ) studies CYP3A - selective testosterone 6 - ) activity across a population of of 14 ( n = livers ) .	Evidence for principal of CYP3A in the formation of O-desethylreboxetine for ( S , S ) - reboxetine and ( R , R ) - was based on the results from the following studies 1 ) inhibition of activity by ketoconazole markedly decreased the formation of , inhibitors selective for other CYP enzymes did not reboxetine , 2 ) formation of correlated ( @DRUG$ ( 2 ) = 0.99 @DRUG$ <.001 ) with CYP3A - selective testosterone 6 - beta-hydroxylase activity across a population human livers ( n = 14 ) .	CYP3A is the primary enzyme responsible for the formation of O-desethylreboxetine from reboxetine, and this relationship is statistically significant.	1
0	In this work, the effects of @DRUG$ and its structural analog nonivamide, the aliphatic alkamide trans-pellitorine and vanillin @DRUG$ the basic structural element of all vanilloids on the mechanisms of intestinal fatty acid uptake in differentiated intestinal Caco-2 cells were studied.	In this run , the effects of @DRUG$ and its structural analog nonivamide , the aliphatic alkamide trans - pellitorine and vanillin @DRUG$ the basic structural element of all vanilloids on the mechanisms of intestinal fatty acidulent ingestion in differentiated intestinal Caco - 2 cell were studied .	In the work , of effects this @DRUG$ and its structural analog nonivamide , the aliphatic alkamide trans - pellitorine and vanillin @DRUG$ the basic all element of structural vanilloids on the mechanisms of intestinal fatty acid uptake in intestinal differentiated Caco - 2 cells were studied .	In this work , the effects of @DRUG$ and its structural analog nonivamide , the aliphatic alkamide trans pellitorine and vanillin @DRUG$ the basic structural element of all vanilloids on the mechanisms of intestinal fatty acid uptake in differentiated intestinal Caco - 2 cells were studied .	The effects of @DRUG$ and its structural analog nonivamide on the mechanisms of intestinal fatty acid uptake in differentiated intestinal Caco-2 cells were studied.	1
0	In this study, the heterogeneous reaction of @DRUG$ absorbed on the @DRUG$ particles with NO(3) radicals is investigated in real-time using a vacuum ultraviolet photoionization aerosol time-of-flight mass spectrometer (VUV-ATOFMS).	hoosier state this study , the heterogenous reaction of @DRUG$ absorbed on the @DRUG$ particles with NO ( 3 ) radicals is investigated in real-time using a vacuum ultraviolet photoionization aerosol container time - of- escape mass spectrometer ( VUV - ATOFMS ) .	In this study , the heterogeneous reaction of @DRUG$ absorbed on the @DRUG$ particles with NO aerosol 3 ) a is investigated in real-time using photoionization vacuum ultraviolet radicals ( mass - of- flight time spectrometer ( VUV - ATOFMS ) .	In study the heterogeneous reaction @DRUG$ absorbed on the @DRUG$ particles with NO 3 ) radicals is investigated real-time using a vacuum ultraviolet photoionization aerosol time - of- flight mass spectrometer ( VUV - ATOFMS ) .	The heterogeneous reaction of @DRUG$ absorbed on the @DRUG$ particles with NO ( 3 ) radicals is investigated in real-time using a vacuum ultraviolet photoionization aerosol time - of- flight mass spectrometer ( VUV - ATOFMS ). 	0
0	At weeks 30 and 54, a higher percentage of patients who received 100 mg golimumab were in clinical remission and had mucosal healing (27.8% and 42.4%) than patients given placebo (15.6% and 26.6%; @DRUG$ = .004 and P = .002, respectively) or 50 @DRUG$ golimumab (23.2% and 41.7%, respectively).	At weeks 30 and  , a higher percentage of patients who experience 100 mg golimumab were in clinical remittal and had mucosal healing ( 27.8 % and 42.4 % ) than patients have placebo ( 15.6 % and 26.6 % ; @DRUG$ = .004 and p = .002 , severally ) or 50 @DRUG$ golimumab ( 23.2 % and 41.7 % , severally ) .	At weeks 30 50 54 received a higher percentage of patients ) , 100 mg golimumab were in clinical remission and given mucosal healing ( 27.8 % % 42.4 % ) than patients had placebo ( 15.6 % and 26.6 and ; @DRUG$ = .004 and P = .002 , respectively who or , @DRUG$ golimumab ( 23.2 % and 41.7 % and respectively ) .	At weeks 30 and 54 , a higher percentage of patients who received 100 mg golimumab were in clinical and had mucosal ( 27.8 % and 42.4 ) than patients placebo ( 15.6 % and 26.6 % ; @DRUG$ = .004 P = .002 , respectively ) or 50 @DRUG$ golimumab ( 23.2 % and 41.7 % , respectively ) .	At weeks 30 and 54, a higher percentage of patients who received 100 mg golimumab were in clinical remission and had mucosal healing (27.8% and 42.4%) than patients given placebo (15.6% and 26.6%; @DRUG$=.004 and P=	1
0	@DRUG$ has a large mean apparent volume of distribution after oral administration (V(d)/@DRUG$), which is approximately 5-25 L/kg, suggesting extensive extravascular distribution and penetration into intracellular spaces.	@DRUG$ has a big mean apparent volume of statistical distribution after oral administration ( V ( d ) / @DRUG$ ) , which is approximately 5 -  L/kg , suggesting extensive extravascular statistical distribution and penetration into intracellular spaces .	@DRUG$ has apparent large spaces a volume of distribution mean oral administration ( V ( d ) / @DRUG$ ) , which is approximately 5 - 25 L/kg , suggesting extensive extravascular distribution and penetration into intracellular after .	@DRUG$ has a large mean apparent volume of oral administration ( V ( d ) / @DRUG$ ) , which approximately 5 - 25 L/kg , suggesting extensive extravascular and penetration into intracellular spaces .	@DRUG$ is extensively distributed and penetrates into intracellular spaces, while @DRUG$ has a much smaller mean apparent volume of distribution.	0
1	The level of @DRUG$ in the breast milk was very low (0.617 @DRUG$/ml) and the predicted pharmacological effect on the infant was judged to be negligible.	The level of @DRUG$ in the boob milk was very low ( 0.617 @DRUG$ / milliliter ) and the predicted pharmacological force on the infant was judged to be negligible .	effect level of @DRUG$ in the breast / was very low ( 0.617 @DRUG$ milk and ) ml the predicted pharmacological The on the infant was judged to be negligible .	The level of @DRUG$ in the breast very low ( 0.617 @DRUG$ / ml ) and the predicted pharmacological effect on the infant was to be negligible .	The level of @DRUG$ in the breast milk was very low ( 0.617 @DRUG$ / ml ) and the predicted pharmacological effect on the infant was judged to be negligible .	0
0	Olmesartan medoxomil was at least @DRUG$ effective as @DRUG$, felodipine and atenolol, and significantly more effective than captopril.	Olmesartan medoxomil was at least @DRUG$ effective as @DRUG$ , felodipine and tenormin , and importantly more effective than captopril .	Olmesartan medoxomil was at least @DRUG$ effective and @DRUG$ , felodipine and atenolol , captopril significantly more effective than as .	Olmesartan medoxomil was at @DRUG$ effective as @DRUG$ felodipine atenolol , and more effective captopril .	Olmesartan medoxomil was more effective than captopril .	1
0	Preclinical Activity of HER2-Selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single Agent or in Combination with Trastuzumab or @DRUG$ in Solid Tumor Models.	Preclinical Activity of HER2 - selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single agentive role or in Combination with Trastuzumab or @DRUG$ in Solid Tumor Models .	Preclinical Activity of HER2 - Selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single Agent or in Combination with Trastuzumab or @DRUG$ in Solid Tumor Models .	Preclinical Activity of HER2 - Selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single Agent or in Combination with Trastuzumab or @DRUG$ in Solid Tumor Models .	The preclinical activity of HER2-selective tyrosine kinase inhibitor tucatinib (@DRUG$) is described as a single agent or in combination with trastuzumab (@DRUG$) in solid tumor models.	0
0	@DRUG$ was obtained by exchanging the sulfur endocyclic atom with @DRUG$ in the structure of lamivudine (3TC).	@DRUG$ was obtained by exchanging the sulfur endocyclic atom with @DRUG$ in the structure of tc ( lamivudine ) .	@DRUG$ was obtained 3TC exchanging the sulfur endocyclic atom with @DRUG$ in the by of lamivudine ( structure ) .	@DRUG$ was obtained by exchanging the sulfur endocyclic atom with @DRUG$ in the of lamivudine ( 3TC .	@DRUG$ is a modified form of lamivudine ( 3TC ) that has a different sulfur atom in its structure.	1
0	The rank order of affinity (Ki values) from competition experiments of [3H](+)-pentazocine binding to sigma 1 sites was: fluvoxamine > sertraline > S(+)-fluoxetine > (+/-)-fluoxetine > citalopram > @DRUG$ > paroxetine > desipramine > @DRUG$(-)-fluoxetine > (+/-)-norfluoxetine.	The outrank order of chemical attraction ( qi economic value ) from competition experimentation of [ 3H ] ( + ) - pentazocine binding to sigma 1 sites was : fluvoxamine > zoloft > S ( + ) - fluoxetine > ( +/-) - fluoxetine > citalopram > @DRUG$ > paroxetine > desipramine > @DRUG$ (-) - fluoxetine > ( +/-) - norfluoxetine .	The rank order of experiments ( ( from ) +/-) competition affinity of [ 3H ] ( + ) - pentazocine binding values sigma 1 sites was : ( > sertraline > S Ki + ) - fluoxetine > ( +/-) - fluoxetine > citalopram > @DRUG$ > paroxetine > desipramine > @DRUG$ (-) - fluoxetine > fluvoxamine to - norfluoxetine .	The rank order affinity ( Ki values ) from competition experiments of [ 3H ] ( + ) - pentazocine binding to sigma 1 was : fluvoxamine > sertraline > S ( + ) - > ( +/-) - fluoxetine > citalopram > @DRUG$ > paroxetine > desipramine > @DRUG$ (-) - fluoxetine > ( +/-) - norfluoxetine	The rank order of affinity ( Ki values ) from competition experiments of [ 3H ] ( + ) - pentazocine binding to sigma 1 sites was : fluvoxamine > sertraline > S ( + ) - fluoxetine > ( +/-) - fluoxet	1
0	For step 2, dose 1 was atenolol, 25 mg/d, or matching placebo; dose 2 was 50 @DRUG$/@DRUG$.	For step ii , dose 1 was tenormin , 25 mg /d , or matching placebo ; dose ii was 50 @DRUG$ / @DRUG$ .	For step 2 , , 1 was atenolol or 25 mg /d dose , matching placebo ; dose 2 was 50 @DRUG$ / @DRUG$ .	For step 2 , dose was atenolol , 25 mg /d , or matching ; dose 2 was 50 @DRUG$ / @DRUG$ .	For step 2, dose 1 was atenolol, 25 mg/d, or matching placebo; dose 2 was 50 @DRUG$/@DRUG$.	0
0	Many human diseases are associated with changes in NAD level and/or the @DRUG$ : @DRUG$ ratio, raising the possibility that the Sir2p family might play a role in these diseases.	Many homo disease are associated with changes in NAD level and / or the @DRUG$ : @DRUG$ ratio , raising the possibility that the Sir2p sept might play a role in these disease .	Many human diseases are associated with changes in NAD level and / or the @DRUG$ in @DRUG$ ratio , raising the role that the Sir2p family play might a possibility : these diseases .	Many human diseases are associated with changes NAD level and or @DRUG$ : @DRUG$ ratio , raising the possibility that the Sir2p family play role in these diseases .	Human diseases can be associated with changes in the NAD level and / or the @DRUG$ : @DRUG$ ratio. This suggests that the Sir2p family might play a role in these diseases.	0
0	The proportion of remitters (MADRS <or= 12) after 24 weeks was 75% for escitalopram and 67% for @DRUG$ (@DRUG$ < 0.05).	The proportionality of remitters ( MADRS < or=  ) after 24 weeks was 75 % for escitalopram and 67 % for @DRUG$ ( @DRUG$ < 0.05 ) .	The proportion of remitters for MADRS < or= 12 ) after 24 weeks was 75 % ( 0.05 and 67 % for @DRUG$ ( @DRUG$ < escitalopram ) .	proportion of remitters ( MADRS < or= 12 after 24 weeks was 75 % for escitalopram and 67 % for @DRUG$ ( @DRUG$ < 0.05 ) .	Escitalopram was more effective than @DRUG$ in reducing depressive symptoms ( MADRS < or= 12 ) at week 24.	1
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, chlortetracycline, @DRUG$ and tetracycline), three antiprotozoal agents (@DRUG$, imidocarb and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	type a summary follows of the Committee 's rating of toxicological and residue data point on a multifariousness of veterinarian drugs :  anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , aureomycin , @DRUG$ and tetracycline ) , three antiprotozoal agents ( @DRUG$ , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovine somatotropins ) and one calm agent ( azaperone ) .	A summary follows of the Committee 's evaluations of toxicological and residue , a , variety of veterinary drugs : five anthelminthic agents ( eprinomectin , febantel , ) on oxfendazole and moxidectin ) , seven antimicrobial agents , gentamicin , procaine benzylpenicillin , sarafloxacin data glucocorticosteroid , chlortetracycline , @DRUG$ and tetracycline ) , three antiprotozoal agents ( @DRUG$ , somatotropins and nicarbazin fenbendazole ( one spectinomycin ( dexamethasone ) , one production aid ( recombinant bovine imidocarb ) and one tranquilizing agent ( azaperone ) .	A summary follows of the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , , @DRUG$ and tetracycline ) three antiprotozoal agents ( @DRUG$ , imidocarb and nicarbazin ) , one glucocorticosteroid ( , one production aid ( recombinant bovine somatotropins ) and one tranquilizing agent ( azaperone ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents, seven antimicrobial agents, three antiprotozoal agents, one glucocorticosteroid, one production aid and one tranquilizing agent. Of these, the Committee	1
0	In @DRUG$-treated guinea pigs, codeine at 20 @DRUG$/kg significantly depressed the cough caused by stimulation to the tracheal bifurcation.	In @DRUG$ - treated ginzo pigs , codeine at 20 @DRUG$ / kg significantly depressed the cough caused by foreplay to the tracheal bifurcation .	In @DRUG$ - treated guinea pigs stimulation codeine at 20 @DRUG$ / kg significantly depressed the cough caused tracheal , to the by bifurcation .	In @DRUG$ - treated guinea pigs , codeine at @DRUG$ / kg significantly depressed the cough caused by stimulation to the tracheal .	In @DRUG$ - treated guinea pigs , codeine at 20 @DRUG$ / kg significantly depressed the cough caused by stimulation to the tracheal bifurcation ."In other words, when codeine was administered at a dose of 20 DRUGB / kg to DRUG	0
0	Another objective of the present study was to determine the influence of several parameters on @DRUG$ citrate absorption: with or without 0.1 mmol dinitrophenol/L, with aluminum concentration from 3.2, 16, 32, and 48, to 64 mmol/L, media containing 0, 3, or 6 mmol Ca/L, with or without @DRUG$ or glucose.	Another objective of the present consider was to determine the influence of various parameters on @DRUG$ citrate absorption : with or without 0.1 mmol dinitrophenol / L , with al assiduity from 3.2 , 16 , xxxii , and 48 , to 64 mmol / L , media containing 0 , 3 , or vi mmol Ca/L , with or without @DRUG$ or glucose .	Another objective of the present study or to determine the influence of several parameters on @DRUG$ media absorption : with or without 0.1 , dinitrophenol / L , with mmol , from 3.2 mmol citrate , 32 , and 48 concentration to 64 aluminum / L , 16 containing 0 , 3 , or 6 mmol Ca/L , with or without @DRUG$ was glucose .	Another objective of the present study was to determine the influence of several parameters on @DRUG$ citrate absorption : with or without 0.1 mmol dinitrophenol / L , aluminum concentration from 3.2 , 16 32 , and 48 , to 64 mmol / L , media containing 0 , 3 , or 6 mmol Ca/L , or without @DRUG$ or glucose .	The study found that the absorption of @DRUG$ citrate was not significantly affected by the presence of @DRUG$ or glucose in the media.	0
0	A method for the determination of 12 sulfonamides (SAs) (sulfanilamide, sulfamonomethoxine, sulfacetamide, sulfamethoxazole, sulfadiazine, @DRUG$, @DRUG$, sulfadi-methoxine, sulfamerazine, sulfaquinoxaline, sulfamethazine, sulfanitran) in cosmetics was developed by ultra performance liquid chromatography with photodiode array detector (UPLC-PDA).	type a method acting for the purpose of 12 sulfa drug ( SAs ) ( sulfanilamide , sulfamonomethoxine , sulfacetamide , gantanol , sulfadiazine , @DRUG$ , @DRUG$ , sulfadi- methoxine , sulfamerazine , sulfaquinoxaline , sulfamethazine , sulfanitran ) in cosmetics was developed by ultra performance liquid chromatography with photodiode array detector ( UPLC - PDA ) .	A method for the determination of 12 sulfonamides ( SAs ) ( sulfanilamide , sulfamonomethoxine detector sulfacetamide , sulfamethoxazole with sulfadiazine , @DRUG$ , @DRUG$ , by methoxine , array , sulfaquinoxaline photodiode sulfamethazine , sulfanitran ) in cosmetics was developed sulfadi- ultra performance liquid chromatography , , sulfamerazine , ( UPLC - PDA ) .	A method the determination of 12 sulfonamides ( SAs ) ( sulfanilamide , sulfacetamide , sulfamethoxazole , , @DRUG$ , @DRUG$ , sulfadi- methoxine , sulfamerazine , sulfaquinoxaline , sulfamethazine , sulfanitran ) in cosmetics was ultra performance liquid chromatography with photodiode array detector ( UPLC - PDA ) .	A method was developed to determine the presence of 12 sulfonamides in cosmetics using ultra performance liquid chromatography with photodiode array detector.	1
0	Antimicrobial activities of @DRUG$ against @DRUG$ (PCG)-insensitive S. pneumoniae (PISP) and PCG-resistant S. pneumoniae (PRSP) were stronger than those of ampicillin (ABPC), and these strong activities suggested that CMX might have strong antimicrobial activities against beta-lactamase producing H. influenzae and M. (B.) catarrhalis.	germicide activities of @DRUG$ against @DRUG$ ( PCG ) - insensitive S. pneumoniae ( PISP ) and PCG - tolerant S. pneumoniae ( PRSP ) were stronger than those of principen ( ABPC ) , and these strong activities hint that CMX might have strong antimicrobial activities against penicillinase producing H. influenzae and M. ( B. ) catarrhalis .	Antimicrobial activities of @DRUG$ against @DRUG$ ( PCG ) - insensitive S. pneumoniae S. PISP PCG and were - resistant ( M. ( PRSP ) ) that than those of ampicillin ( ABPC ) , and these strong activities suggested stronger CMX might have strong antimicrobial activities against beta-lactamase producing H. influenzae and pneumoniae ( B. ) catarrhalis .	Antimicrobial activities of @DRUG$ against @DRUG$ ( PCG ) - insensitive S. pneumoniae ( PISP ) and PCG - resistant S. pneumoniae ( PRSP ) were stronger than those of ampicillin ( ABPC ) , and these strong activities suggested that CMX might have strong antimicrobial activities against beta-lactamase producing H. and M. ( B. catarrhalis .	The antimicrobial activities of @DRUG$ against @DRUG$ ( PCG ) - insensitive S. pneumoniae ( PISP ) and PCG - resistant S. pneumoniae ( PRSP ) were stronger than those of ampicillin ( ABPC ) . This suggests that CMX might have	0
0	A novel Pd-catalyzed coupling of @DRUG$-protected @DRUG$ amide with 4-bromo-5-ethoxyfuran-2(5H)-one was developed for the synthesis of the P1-P2 unit (5) of VX-765.	A novel Pd-catalyzed sexual union of @DRUG$ - protected @DRUG$ amide with 4 - bromo-5 - ethoxyfuran - 2 ( 5H ) - one was modernize for the synthesis of the P1 - P2 building block ( fin ) of VX - 765 .	A novel Pd-catalyzed coupling of @DRUG$ - protected @DRUG$ amide with 4 for ( - ethoxyfuran - 2 bromo-5 5H synthesis - one was developed P1 the ) of the - - P2 unit ( 5 ) of VX - 765 .	A novel Pd-catalyzed coupling of @DRUG$ - protected @DRUG$ amide with - bromo-5 ethoxyfuran - 2 ( 5H ) - was developed for synthesis of P1 - P2 unit ( 5 ) VX - .	A novel Pd-catalyzed coupling of @DRUG$ - protected @DRUG$ amide with 4 - bromo-5 - ethoxyfuran - 2 ( 5H ) - one was developed for the synthesis of the P1 - P2 unit ( 5 ) of VX	0
0	@DRUG$ essential oil can be considered @DRUG$ a potential antimicrobial agent for external use.	@DRUG$ essential oil can be considered @DRUG$ a potential antimicrobial agent for extraneous use .	@DRUG$ essential oil can be considered @DRUG$ a potential for agent antimicrobial external use .	@DRUG$ essential oil can be considered @DRUG$ a potential antimicrobial agent for external use .	@DRUG$ is an essential oil that can be considered a potential antimicrobial agent for external use. @DRUG$ is an antimicrobial agent for external use.	0
0	@DRUG$ is a bifunctional alkylating agent, used @DRUG$ a racemic mixture by intravenous route in the treatment of various tumors.	@DRUG$ is a bifunctional alkylating agent , used @DRUG$ a racemic mixture by intravenous route in the treatment of several tumor .	@DRUG$ treatment a bifunctional alkylating agent , used @DRUG$ a racemic mixture by intravenous route in the of is various tumors .	@DRUG$ is a bifunctional alkylating agent , used @DRUG$ a racemic mixture by intravenous route in the treatment of tumors .	@DRUG$ is a drug that is used to treat tumors. @DRUG$ is a mixture of two drugs, one of which is DRUGA.	0
1	Pharmacokinetic/pharmacodynamic evaluation of @DRUG$ in comparison to methylprednisolone and @DRUG$.	Pharmacokinetic / pharmacodynamic evaluation of @DRUG$ in comparison to methylprednisolone and @DRUG$ .	Pharmacokinetic / pharmacodynamic evaluation of @DRUG$ to comparison in methylprednisolone and @DRUG$ .	Pharmacokinetic / pharmacodynamic evaluation of @DRUG$ comparison to methylprednisolone and @DRUG$ .	The pharmacokinetic (how the drug is absorbed, distributed, metabolized, and excreted) and pharmacodynamic (the drug's effects on the body) properties of @DRUG$ are compared to those of methylprednisolone and @DRUG$ .	0
0	The present study was conducted to determine, in lactating women, whether oral galactose is directly incorporated from plasma galactose into glucose and @DRUG$ in milk lactose or via conversion of galactose to @DRUG$ in the liver.	The present study was conducted to determine , in lactating char , whether oral galactose is directly incorporated from blood plasma galactose into glucose and @DRUG$ in milk river lactose or via conversion of galactose to @DRUG$ in the liver .	The present study was conducted to determine galactose in lactating women , whether oral galactose , directly incorporated is plasma galactose into glucose and @DRUG$ in milk lactose or via conversion of from to @DRUG$ in the liver .	The present study conducted to determine , in lactating women , whether galactose is directly incorporated from plasma galactose into glucose and @DRUG$ in milk lactose or via conversion galactose to @DRUG$ in the liver	The present study was conducted to determine , in lactating women , whether oral galactose is directly incorporated from plasma galactose into glucose and @DRUG$ in milk lactose or via conversion of galactose to @DRUG$ in the liver ."DRUGA is directly converted from	0
0	For the years 1992 to 1996, sodium @DRUG$ complex in @DRUG$ had an allergy event reporting rate of 3.3 allergy episodes per million doses per year compared with a similar rate of 8.7 reported allergy events per million doses per year for iron dextran in the United States in 1995.	For the long time 1992 to 1996 , sodium @DRUG$ complex in @DRUG$ had an allergy case reporting rate of 3.3 allergy episodes per million window pane per year compared with a exchangeable rate of 8.7 reported allergy events per million window pane per year for iron dextran in the connect States in 1995 .	For the years 1992 to 1996 , sodium @DRUG$ complex in @DRUG$ had an allergy event States rate of 3.3 allergy episodes per million doses per year compared of a similar rate per 8.7 in allergy events reporting million doses per year for iron dextran in the United with reported 1995 .	For the years 1992 to 1996 , @DRUG$ complex in @DRUG$ had an allergy event reporting rate of 3.3 allergy episodes per million doses per year compared with a similar rate of 8.7 reported allergy events per million doses per year for iron dextran in the United States in 1995 .	For the years 1992 to 1996, sodium @DRUG$ complex in @DRUG$ had an allergy event reporting rate of 3.3 allergy episodes per million doses per year compared with a similar rate of 8.7 reported allergy events per million doses per year for iron dextran in the United States in	0
0	3 The kappa-agonists, such @DRUG$ ethylketazocine, nalorphine, Mr2034 and @DRUG$, were essentially inactive against heat nociception except at doses that caused sedation and motor incapacitation.	3 The kappa-agonists , such @DRUG$ ethylketazocine , nalorphine , Mr2034 and @DRUG$ , were basically passive against heat nociception except at doses that caused drugging and motor incapacitation .	3 The against nalorphine such @DRUG$ ethylketazocine , , , Mr2034 and @DRUG$ , were essentially inactive kappa-agonists heat nociception caused at doses that except sedation and motor incapacitation .	3 The kappa-agonists such @DRUG$ ethylketazocine , nalorphine , Mr2034 and @DRUG$ , were essentially inactive against heat nociception except at doses that caused sedation and motor incapacitation .	3 The kappa-agonists , such as @DRUG$ ethylketazocine , nalorphine , Mr2034 and @DRUG$ , were essentially inactive against heat nociception except at doses that caused sedation and motor incapacitation .	0
0	Distigmine, @DRUG$, and donepezil competed for specific binding sites of [N-methyl-(3)H]scopolamine methyl chloride ([(3)H]NMS ) and [(3)H]oxotremorine-@DRUG$ in the bladder, submaxillary gland and cerebral cortex of rats in a concentration-dependent manner, indicating significant binding activity of muscarinic receptors.	Distigmine , @DRUG$ , and donepezil competed for specific binding sites of [ N-methyl - ( 3 ) total heat ] scopolamine methyl group chloride ( [ ( 3 ) total heat ] land of enchantment ) and [ ( 3 ) total heat ] oxotremorine -@DRUG$ in the bladder , submaxillary gland and intellectual cortex of rats in a compactness - dependent manner , indicating significant binding action of muscarinic receptors .	Distigmine , @DRUG$ , and - competed for specific binding sites of [ N-methyl gland ( 3 ) H ] scopolamine methyl chloride ( [ ( 3 ) submaxillary ] NMS ) manner [ ( 3 ) H ] oxotremorine -@DRUG$ in the bladder , H - and cerebral cortex of concentration in a rats donepezil dependent and , indicating significant binding activity of muscarinic receptors .	Distigmine , @DRUG$ , and donepezil competed for specific binding sites of [ N-methyl - ( 3 ) H scopolamine methyl chloride ( [ ( 3 ) H ] ) and [ ( 3 ) H ] oxotremorine -@DRUG$ in the , submaxillary gland and cerebral cortex of rats in concentration - dependent manner , indicating significant activity of muscarinic receptors .	Distigmine, @DRUG$, and donepezil competed for specific binding sites of [N-methyl-(3)H]scopolamine methyl chloride ([(3)H]NMS) and [(3)H]oxotremorine-@DRUG$ in the bladder	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus @DRUG$ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and @DRUG$ 100 mg/d plus HCTZ 12.5 mg/d.	In comparative trials in the management of high blood pressure , the combination of trandolapril 1 or 2 mg /d and verapamil atomic number  180 mg /d was statistically undistinguishable from or master to the combinations of atenolol fifty or 100 mg /d addition chlorthalidone 12.5 or twenty five mg /d , captopril fifty mg / d addition @DRUG$ twenty five mg /d , lisinopril twenty mg / d addition HCTZ 12.5 mg /d , and @DRUG$ 100 mg / d addition HCTZ 12.5 mg/d .	In comparative management in the of trials hypertension , the combination of 12.5 50 or 2 mg /d and verapamil superior 180 mg /d was statistically indistinguishable plus or ER to the combinations of atenolol 50 or 100 mg /d from captopril 12.5 or 25 mg /d , chlorthalidone 1 mg 100 d plus @DRUG$ 25 mg /d , lisinopril 20 mg / d plus HCTZ trandolapril mg /d , and @DRUG$ / mg / d plus HCTZ 12.5 mg/d .	In comparative trials management of hypertension , the of trandolapril 1 or 2 mg /d and ER 180 mg /d statistically indistinguishable from or to the combinations atenolol 50 or 100 mg /d chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus @DRUG$ 25 mg /d , lisinopril 20 mg / plus HCTZ 12.5 mg /d , and @DRUG$ 100 mg d plus HCTZ 12.5 .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	@DRUG$-sensitive potassium (@DRUG$(ATP)) channels are evolutionarily conserved plasma-membrane protein complexes, widely represented in tissue beds with high metabolic activity.	@DRUG$ - sensitive potassium ( @DRUG$ ( ATP ) ) channels are evolutionarily conserved plasma-membrane protein complex , widely map in tissue beds with high metabolic activity .	@DRUG$ - sensitive potassium ( @DRUG$ ( ATP ) ) channels are evolutionarily conserved represented plasma-membrane complexes , widely protein in tissue beds with high metabolic activity .	@DRUG$ - sensitive potassium ( @DRUG$ ( ATP ) ) channels are evolutionarily conserved plasma-membrane protein complexes , widely represented in tissue beds with high metabolic activity .	@DRUG$ - @DRUG$ are two proteins that work together to create channels in the plasma membrane of cells. These channels allow potassium ions to flow in and out of the cells, and are essential for the cells to function properly.	0
0	@DRUG$ has long duration of action and more effective than indomethacin and zileuton with ED(50) values of 2.92 @DRUG$/kg, po and 36.77 mg/kg, po, in the mechanical hyperalgesia and cold allodynia testing, respectively, against rat model of incisional pain.	@DRUG$ has recollective duration of action and more effective than indomethacin and zileuton with erectile dysfunction ( 50 ) values of 2.92 @DRUG$ / kg , po and 36.77 atomic number  / kg , po , in the mechanical hyperalgesia and cold allodynia try out , respectively , against blackleg model of incisional pain .	@DRUG$ has long duration of action and more effective and indomethacin and zileuton of ED ( 50 ) values of , @DRUG$ / kg , po and 36.77 mg / kg 2.92 po , in the mechanical hyperalgesia with cold allodynia testing , respectively , against rat model than incisional pain .	@DRUG$ has duration of action and more effective indomethacin zileuton with ED ( 50 ) values 2.92 @DRUG$ / kg , po and 36.77 mg / kg , po , in the hyperalgesia and cold allodynia testing , respectively , against model of incisional pain .	@DRUG$ is more effective than indomethacin and zileuton in the mechanical hyperalgesia and cold allodynia testing, respectively, against rat model of incisional pain.	1
0	Of the 79 antibodies in late-stage studies, 40 were undergoing evaluation as treatments for cancer, and potentially 9 of these (belantamab mafodotin, oportuzumab monatox, @DRUG$, dostarlimab, @DRUG$, 131I-omburtamab, loncastuximab tesirine, balstilimab, and zalifrelimab) may enter regulatory review in late 2019 or in 2020.	Of the 79 antibody in late-stage studies , 40 were undergoing evaluation as intervention for crab , and potentially 9 of these ( belantamab mafodotin , oportuzumab monatox , @DRUG$ , dostarlimab , @DRUG$ , 131I - omburtamab , loncastuximab tesirine , balstilimab , and zalifrelimab ) may get in regulative review in late 2019 or in 2020 .	of the 79 antibodies in potentially studies , 40 were undergoing evaluation , treatments for cancer , and late-stage 9 review these ( belantamab mafodotin , tesirine monatox , @DRUG$ , dostarlimab , @DRUG$ , 131I - omburtamab , loncastuximab oportuzumab , balstilimab as and zalifrelimab ) may enter regulatory Of in late 2019 or in 2020 .	Of the antibodies studies , 40 were undergoing evaluation as treatments for , and potentially 9 of ( belantamab mafodotin , oportuzumab monatox , @DRUG$ , @DRUG$ , 131I - omburtamab , loncastuximab , balstilimab , and zalifrelimab ) may enter regulatory review in late 2019 or in 2020	Of the 79 antibodies in late-stage studies, 40 were undergoing evaluation as treatments for cancer, and potentially 9 of these (belantamab mafodotin, oportuzumab monatox, @DRUG$, dostarlimab, @DRUG$, 131I-omb	0
0	METHODS: Wistar rats of both sexes were fed 7.3 or 73 @DRUG$/kg body weight of ethanolic @DRUG$ extract for 3 and 6 months.	METHODS : Wistar rats of both sexes were fed 7.3 or  @DRUG$ / kg body weight of ethanolic @DRUG$ extract for troika and 6 months .	METHODS : of rats Wistar both sexes were fed ethanolic or 73 @DRUG$ / kg body weight of 7.3 @DRUG$ extract for 3 and 6 months .	METHODS : Wistar rats of both sexes were fed 7.3 or 73 @DRUG$ / kg body weight of ethanolic @DRUG$ extract for 3 and 6 months .	The rats were given either a small or large amount of the @DRUG$ extract, and the effects were monitored over time. Rats that were given the smaller amount of the extract showed fewer negative effects than those given the larger amount.	1
0	RESULTS: After 22 weeks, although the changes in the estimated glomerular filtration rate and blood pressure were not significant, the percent change in the serum urate level (-45.38 vs. -0.08 %, P < 0.0001) and the percent change in urinary albumin-to-@DRUG$ ratio (-33.0 vs. -6.0 %, P = 0.0092) were found to have decreased in the topiroxostat @DRUG$ compared with the placebo.	RESULTS : later on xxii weeks , although the shift in the gauge glomerular filtration value and blood pressure were not significant , the percent change in the serum urate stratum ( - 45.38 vs. - 0.08 % , P < 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - 33.0 vs. - 6.0 % , P = 0.0092 ) were found to have decreased in the topiroxostat @DRUG$ compare with the placebo .	- : After 22 weeks in although the changes , were estimated 6.0 filtration rate and blood pressure the not significant , the percent change in the 0.08 urate level ( - % vs. - serum % , P < 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - 33.0 45.38 RESULTS glomerular vs. , P = 0.0092 ) were found to have decreased in the topiroxostat @DRUG$ compared with the placebo .	RESULTS : After 22 weeks although the changes in the estimated glomerular filtration rate and blood were not significant , the percent change in serum urate level ( - 45.38 vs. - 0.08 % , < 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - vs. 6.0 % , P = 0.0092 ) found to have decreased in the topiroxostat @DRUG$ compared with the	After 22 weeks, the percent change in the serum urate level ( - 45.38 vs. - 0.08 % , P < 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - 33.0 vs. - 6.0 % ,	1
0	This represents a novel mechanism of action for @DRUG$ and presents HIF @DRUG$ a potential target for treatment of ischemic disease.	This represents a novel mechanism of action for @DRUG$ and presents HIF @DRUG$ a potential target area for treatment of ischaemic disease .	potential represents a novel mechanism of action treatment @DRUG$ and presents HIF @DRUG$ a This target for for of ischemic disease .	This represents a novel mechanism of action for @DRUG$ presents HIF @DRUG$ potential target for treatment of ischemic disease .	@DRUG$ is a potential target for treatment of ischemic disease, and @DRUG$ may help to achieve this by inhibiting HIF.	0
0	Eighteen volunteers completed a randomized sequence of three 4-day treatments with @DRUG$ hydrochloride 15 @DRUG$ twice daily: before food, after food, and while fasting.	Eighteen unpaid worker realized a randomize sequence of three 4 - day treatments with @DRUG$ hydrochloride 15 @DRUG$ twice daily : before food , after food , and while fasting .	Eighteen completed volunteers a randomized sequence of three 4 - day treatments with @DRUG$ hydrochloride 15 @DRUG$ twice daily : before food , food fasting , and while after .	Eighteen volunteers completed a sequence of three 4 - day treatments with @DRUG$ hydrochloride 15 @DRUG$ twice daily : before food after food , and while fasting .	Eighteen volunteers completed a randomized sequence of three 4 - day treatments with @DRUG$ hydrochloride 15 @DRUG$ twice daily : before food , after food , and while fasting ."The volunteers took DRUGA before they ate, after they ate, and while they were fasting.	0
0	In rat striatal slices SLV308 concentration-dependently attenuated forskolin stimulated accumulation of cAMP, @DRUG$ expected for a dopamine D(2) and @DRUG$(3) receptor agonist.	In rat striatal slices SLV308 concentration - dependently attenuated forskolin shake up accumulation of cAMP , @DRUG$ expected for a dopastat D ( 2 ) and @DRUG$ ( 3 ) sense organ agonist .	In rat striatal slices SLV308 dependently - 3 attenuated receptor stimulated accumulation of cAMP , @DRUG$ expected for a dopamine D ( 2 ) and @DRUG$ ( concentration ) forskolin agonist .	In rat striatal slices SLV308 concentration - dependently attenuated forskolin stimulated accumulation cAMP , @DRUG$ expected for a dopamine D ( 2 ) and @DRUG$ ( ) receptor agonist .	SLV308 concentration - dependently attenuated forskolin stimulated accumulation of cAMP"This means that when the concentration of SLV308 increased, the amount of cAMP decreased. @DRUG$ is a dopamine D (2) receptor agonist, which means it stimulates the activity of	1
1	Coadministration of haloperidol, cimetidine, @DRUG$, chlorpromazine, warfarin, digoxin or flumazenil do not alter the pharmacokinetics of zolpidem; flumazenil predictably antagonises the hypnotic effects of @DRUG$.	Coadministration of haloperidol , tagamet , @DRUG$ , chlorpromazine , warfarin , lanoxin or flumazenil do not alter the pharmacokinetics of zolpidem ; flumazenil predictably antagonises the spellbinding effects of @DRUG$ .	Coadministration of haloperidol , cimetidine , @DRUG$ , chlorpromazine do the hypnotic digoxin or flumazenil , not alter warfarin pharmacokinetics of zolpidem ; flumazenil predictably antagonises the , effects of @DRUG$ .	Coadministration of haloperidol , cimetidine , @DRUG$ , warfarin , digoxin flumazenil do not alter the pharmacokinetics of zolpidem ; flumazenil predictably antagonises hypnotic effects @DRUG$ .	Coadministration of haloperidol, cimetidine, @DRUG$, chlorpromazine, warfarin, digoxin or flumazenil do not alter the pharmacokinetics of zolpidem; flumazenil predictably antagonises the hypnotic effects of	1
1	In conclusion, aranidipine and @DRUG$ have the ability to induce ABCA1 protein by distinct mechanisms; protein kinase A is involved in the @DRUG$-induced ABCA1 upregulation.	hoosier state closing , aranidipine and @DRUG$ have the ability to induce ABCA1 protein by distinct mechanism ; protein kinase A is involved in the @DRUG$ - induced ABCA1 upregulation .	In ABCA1 , aranidipine A @DRUG$ have the ability to induce conclusion protein by mechanisms distinct ; protein kinase and is involved in the @DRUG$ - induced ABCA1 upregulation .	In conclusion , aranidipine and @DRUG$ have the ability induce ABCA1 protein by distinct mechanisms ; protein kinase A is involved in the @DRUG$ - induced ABCA1 upregulation .	Aranidipine and @DRUG$ have the ability to induce ABCA1 protein by distinct mechanisms; protein kinase A is involved in the @DRUG$-induced ABCA1 upregulation.	0
1	@DRUG$ (0.58 mg m(-2)) was administered via a central line, after premedication with @DRUG$, to 147 patients as a 3-h infusion weekly for 3 weeks followed by 1-week rest.	@DRUG$ ( 0.58 milligram m ( - two ) ) was administered via a fundamental line , after premedication with @DRUG$ , to 147 patient role as a 3 - h infusion weekly for 3 weeks followed by 1 - week rest .	@DRUG$ ( 0.58 mg a ( - 2 ) ) was administered via a central m , after premedication with @DRUG$ , to 147 patients 3 weekly as - h infusion line for 3 weeks followed by 1 - week rest .	@DRUG$ 0.58 mg m ( - 2 ) ) was administered a central , after premedication with @DRUG$ , to patients as a 3 - h infusion weekly for 3 weeks followed by 1 - rest .	@DRUG$ was administered via a central line, after premedication with @DRUG$, to 147 patients as a 3-h infusion weekly for 3 weeks followed by 1-week rest.	0
0	Recent studies by Foy and coworkers strongly suggest that NS3-mediated cleavage of host factors may abrogate cellular response to alpha interferon (IFN-alpha) (E. Foy, K. Li, R. Sumpter, Jr., @DRUG$.-@DRUG$.	Recent meditate by Foy and coworkers strongly indicate that NS3 - mediated segmentation of host factors english hawthorn abrogate cellular response to alpha interferon ( IFN - alpha ) ( E. Foy , K. Li , R. Sumpter , Jr. , @DRUG$ .-@DRUG$ .	Recent studies by Foy and response strongly suggest that NS3 - mediated cleavage IFN host factors of abrogate cellular coworkers to , interferon ( may - alpha ) ( E. Foy , K. Li alpha R. Sumpter , Jr. , @DRUG$ .-@DRUG$ .	Recent studies by Foy and coworkers strongly suggest that NS3 - mediated cleavage of host may cellular response to alpha interferon ( IFN alpha ) ( E. Foy , K. Li , Sumpter , , @DRUG$ .-@DRUG$ .	Studies have shown that @DRUG$ can cleave host factors that may block the cellular response to alpha interferon (IFN-alpha).	1
0	RESULTS: Forty-two days after the end of therapy in the modified intention-to-treat analysis, a successful outcome was documented for 53 of 120 patients who received @DRUG$ @DRUG$ compared with 48 of 115 patients who received standard therapy (44.2 percent vs. 41.7 percent; absolute difference, 2.4 percent; 95 percent confidence interval, -10.2 to 15.1 percent).	RESULTS : Forty - two  hour interval after the end of therapy in the modified intention - to -treat analysis , a successful outcome was document for 53 of 120 patients who received @DRUG$ @DRUG$ compared with 48 of 115 patients who received standard therapy ( 44.2 per centum vs. 41.7 per centum ; sheer difference , 2.4 per centum ; ninety five per centum trust interval , - 10.2 to 15.1 per centum ) .	120 : Forty - two days after outcome end of therapy in the 2.4 intention - to standard analysis , a successful the , documented for 53 of RESULTS patients who received @DRUG$ @DRUG$ compared with 48 of 115 patients who confidence -treat therapy ( 44.2 percent vs. 41.7 percent ; absolute difference was modified percent ; 95 percent received interval , - 10.2 to 15.1 percent ) .	RESULTS : Forty two days after the end therapy in the modified intention - to , a successful outcome was for 53 of 120 patients who received @DRUG$ @DRUG$ compared with 48 of 115 patients who received standard therapy ( 44.2 percent vs. percent difference , 2.4 percent ; percent confidence interval , - 10.2 to 15.1 percent ) .	Forty-two days after the end of therapy, a successful outcome was documented for 53 of 120 patients who received @DRUG$ @DRUG$ compared with 48 of 115 patients who received standard therapy (44.2 percent vs. 41.7 percent; absolute difference, 2.4 percent; 95	0
0	An update on @DRUG$ @DRUG$ a treatment for Alzheimer's disease.	associate in nursing update on @DRUG$ @DRUG$ a treatment for Alzheimer 's disease .	An update on @DRUG$ @DRUG$ Alzheimer treatment for a 's disease .	update on @DRUG$ @DRUG$ a treatment for Alzheimer 's disease .	@DRUG$ is an update on @DRUG$, a treatment for Alzheimer's disease.	0
1	Treatment with poractant alfa (200 mg/kg initial dose) resulted in rapid reduction in supplemental oxygen with fewer additional doses of surfactant versus treatment with @DRUG$ in infants <35 weeks gestation with RDS, and significantly reduced mortality ( p <0.05) than either beractant or @DRUG$ (100 mg/kg dosing) in infants < or =32 weeks gestation with RDS.	Treatment with poractant alfa ( 200 milligram / kg initial dose ) ensue in rapid reduction in supplementary oxygen with few additional doses of surfactant versus treatment with @DRUG$ in infants < 35 calendar week gestation with RDS , and significantly boil down mortality ( p < 0.05 ) than either beractant or @DRUG$ ( 100 milligram / kg dosing ) in infants < or =32 calendar week gestation with RDS .	and with poractant alfa ( 200 mg rapid kg initial dose ) resulted in / ) in supplemental oxygen with fewer additional doses of surfactant =32 treatment with @DRUG$ with infants < 35 weeks gestation in RDS , Treatment significantly reduced mortality ( p < 0.05 reduction than or beractant or @DRUG$ ( 100 mg / kg dosing ) in infants < either versus weeks gestation with RDS .	Treatment alfa ( 200 mg / kg initial dose ) resulted in rapid reduction in supplemental oxygen with fewer doses of surfactant versus treatment with @DRUG$ in infants < 35 weeks gestation with RDS and significantly reduced mortality ( p < 0.05 ) than either beractant or @DRUG$ ( mg / kg dosing ) in infants =32 weeks gestation with RDS .	Poractant alfa (200 mg/kg initial dose) resulted in rapid reduction in supplemental oxygen with fewer additional doses of surfactant versus treatment with @DRUG$ in infants <35 weeks gestation with RDS, and significantly reduced mortality (p < 0.05) than either beract	1
0	Among the various inhibitors tested, p-nitrophenyl @DRUG$'-guanidinobenzoate, N,N-dimethylamino p-(p'-guanidinobenzoyloxy)-benzoyl glycolate and N,N-dimethylamino p-(p'-guanidinobenzoyloxy)-benzilcarbonyloxy glycolate were the most effective inhibitors of trypsin, plasmin, plasma kallikrien and @DRUG$, and they strongly inhibited the esterolytic activities of C1r- and C1 esterase.	Among the assorted inhibitors screen , p-nitrophenyl @DRUG$ '- guanidinobenzoate , N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) - benzoyl glycolate and N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) - benzilcarbonyloxy glycolate were the most in force inhibitors of trypsin , plasmin , plasma kallikrien and @DRUG$ , and they powerfully conquer the esterolytic activities of C1r - and C1 esterase .	Among the various inhibitors tested , p-nitrophenyl @DRUG$ '- guanidinobenzoate , N,N-dimethylamino inhibited esterolytic - benzoyl glycolate and N,N-dimethylamino , ) ) effective glycolate were the most benzilcarbonyloxy inhibitors of trypsin , plasmin p-(p'-guanidinobenzoyloxy plasma kallikrien and @DRUG$ , and they strongly p-(p'-guanidinobenzoyloxy the - activities of C1r - and C1 esterase .	Among the inhibitors tested , p-nitrophenyl @DRUG$ '- guanidinobenzoate N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) benzoyl glycolate and N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) - benzilcarbonyloxy glycolate were the most effective inhibitors of trypsin , plasmin , plasma kallikrien and @DRUG$ , and they strongly inhibited esterolytic activities of C1r - and esterase .	@DRUG$ is a strong inhibitor of @DRUG$, and it strongly inhibits the esterolytic activities of C1r - and C1 esterase.	0
0	Fixed drug eruption is a delayed type hypersensitivity reaction to a drug seen most frequently with antibiotics such @DRUG$ tetracyclines, sulfonamides, and NSAIDs such as naproxen and @DRUG$.	Fixed drug eruption is a delayed type hypersensitivity chemical reaction to a drug visualise most frequently with antibiotics such @DRUG$ tetracyclines , sulfonamide , and NSAIDs such as naproxen and @DRUG$ .	Fixed drug eruption is a delayed type NSAIDs such to a drug such most frequently with antibiotics reaction @DRUG$ tetracyclines , sulfonamides , and hypersensitivity seen as naproxen and @DRUG$ .	Fixed drug eruption is a delayed type reaction to a drug seen most frequently with antibiotics such @DRUG$ tetracyclines , sulfonamides , and NSAIDs such naproxen and @DRUG$ .	Fixed drug eruption is a delayed type hypersensitivity reaction to a drug. This reaction is seen most frequently with antibiotics such as tetracyclines, sulfonamides, and NSAIDs such as naproxen.	1
0	The accumulations of dihomo-gamma-linolenic acid [DGLA; 20:3(n-6)], an elongase product of @DRUG$, into phospholipids and ceramides, of 15-hydroxyeicosatrienoic acid (15-HETrE), the potent antiproliferative metabolite of @DRUG$, and of ceramides, the major lipid maintaining epidermal barrier, in the epidermis of group BO were greater than of groups BS and PO.	The accumulations of dihomo-gamma-linolenic acid [ DGLA ; 20:3 ( north - half dozen ) ] , an elongase product of @DRUG$ , into phospholipids and ceramides , of 15 - hydroxyeicosatrienoic acid ( 15 - HETrE ) , the potent antiproliferative metabolite of @DRUG$ , and of ceramides , the john major lipid conserve epidermal barrier , in the epidermis of group BO were peachy than of groups bacillus and atomic number  .	] accumulations of the acid [ DGLA ; 20:3 ( n - 6 ) , BO an group product of @DRUG$ , into phospholipids and ceramides , of 15 - hydroxyeicosatrienoic acid HETrE 15 ) ( - The dihomo-gamma-linolenic potent antiproliferative metabolite of @DRUG$ , and of ceramides , the major lipid maintaining epidermal barrier , in the epidermis of elongase , were greater than of groups BS and PO .	The accumulations of dihomo-gamma-linolenic acid [ DGLA ; 20:3 n - 6 ) ] , an elongase product of @DRUG$ , into phospholipids and ceramides , of 15 hydroxyeicosatrienoic acid ( 15 - HETrE ) , the potent antiproliferative metabolite @DRUG$ , and of ceramides , the lipid maintaining epidermal barrier , epidermis of group BO greater than of groups BS PO .	The accumulations of dihomo-gamma-linolenic acid [ DGLA ; 20:3 ( n - 6 ) ] , an elongase product of @DRUG$ , into phospholipids and ceramides , of 15 - hydroxyeicosatrieno	1
0	The results of 2 double-blind, placebo-controlled phase 3 studies in patients with lower urinary tract symptoms associated with benign prostatic hyperplasia suggests that 10 @DRUG$ of @DRUG$ administered once daily without dose titration is superior to placebo in terms of symptom and urinary flow rate improvement.	The results of  double- blind , placebo- controlled phase 3 studies in patients with lower urinary tract symptoms associated with benignant prostatic hyperplasia advise that 10 @DRUG$ of @DRUG$ administered once day by day without lucy in the sky with diamonds titration is superior to placebo in terms of symptom and urinary flow rate improvement .	of results terms 2 double- blind patients placebo- controlled phase 3 studies in , with lower urinary tract symptoms daily with benign prostatic hyperplasia suggests that 10 @DRUG$ associated @DRUG$ administered once of without dose titration is superior to placebo in of The symptom and urinary flow rate improvement .	The results of 2 double- blind , controlled phase 3 studies in patients with lower urinary symptoms associated with benign prostatic hyperplasia suggests that 10 @DRUG$ of @DRUG$ administered once daily without dose titration is superior to placebo in terms of symptom and flow rate improvement .	@DRUG$ is superior to placebo in terms of symptom and urinary flow rate improvement when administered once daily without dose titration.	1
0	Novel therapeutics seek to improve upon current factor concentrates by several different mechanisms: (1) extending the half-life of circulating exogenous factor protein, (2) replacing the gene necessary for production of endogenous factor protein, (3) employing bispecific antibody technology to mimic the coagulation function of @DRUG$, (4) disrupting anticoagulant proteins, such @DRUG$ tissue factor pathway inhibitor (TFPI) or antithrombin (AT3) with antibodies, aptamers, or RNA interference technology.	Novel therapeutics search to improve upon current factor concentrates by several different mechanisms : ( 1 ) stretch the half - life of circulating exogenous factor protein , ( ii ) replacing the factor requirement for production of endogenous factor protein , ( leash ) employing bispecific antibody engineering science to mimic the coagulation function of @DRUG$ , ( 4 ) disrupting anticoagulant proteins , such @DRUG$ tissue factor nerve pathway inhibitor ( TFPI ) or antithrombin ( AT3 ) with antibodies , aptamers , or RNA interference engineering science .	( ) for to improve upon current factor concentrates 2 , therapeutics mechanisms : ( 1 ) extending ) half - life of circulating exogenous factor , , ( by ) replacing the gene necessary seek production of endogenous factor protein several ( 3 the employing bispecific antibody technology to mimic the coagulation function of @DRUG$ protein Novel 4 ) disrupting anticoagulant proteins , such @DRUG$ tissue factor pathway inhibitor ( TFPI different or antithrombin ( AT3 ) with antibodies , aptamers , or RNA interference technology .	Novel therapeutics seek to improve upon current factor concentrates by several different mechanisms : ( 1 ) extending the half - life of circulating exogenous factor protein , ( 2 ) replacing the gene necessary for production of factor protein , ( 3 ) employing bispecific antibody technology mimic the coagulation function of @DRUG$ , ( 4 ) disrupting anticoagulant proteins such @DRUG$ tissue factor pathway inhibitor ( TFPI ) or antithrombin ( AT3 ) with antibodies , aptamers or RNA interference technology .	Novel therapeutics seek to improve upon current factor concentrates by several different mechanisms : ( 1 ) extending the half - life of circulating exogenous factor protein , ( 2 ) replacing the gene necessary for production of endogenous factor protein , ( 3 ) employing bispecific antibody technology to mimic the coag	1
0	RESULTS: Irregular absorption was observed with @DRUG$ and @DRUG$, which may be caused by enterohepatic cycling.	outcome : Irregular absorption was observed with @DRUG$ and @DRUG$ , which may be caused by enterohepatic cycling .	RESULTS : Irregular absorption was observed with @DRUG$ and @DRUG$ , which may cycling caused by enterohepatic be .	RESULTS : Irregular absorption was observed with @DRUG$ @DRUG$ , which may be caused enterohepatic cycling .	Irregular absorption was observed with @DRUG$ and @DRUG$, which may be caused by enterohepatic cycling."In other words, DRUGA and DRUGB may interact with each other in a way that causes irregular absorption.	0
0	Compared to indomethacin and diclofenac, the oxicams have a moderate inhibitory activity on the synthesis and release of prostaglandins; @DRUG$ is half as active @DRUG$ piroxicam, reflecting the correspondent difference in their steady-state plasma concentrations.	Compared to indomethacin and diclofenac , the oxicams have a moderate repressive activity on the synthesis and release of prostaglandins ; @DRUG$ is half as active @DRUG$ piroxicam , reflecting the newspaperman deviation in their steady -state plasma compactness .	Compared to indomethacin have diclofenac , the oxicams and a moderate inhibitory activity on the synthesis and release of , ; @DRUG$ is half as active @DRUG$ piroxicam prostaglandins reflecting their correspondent difference -state the steady in plasma concentrations .	Compared to and diclofenac , oxicams have a moderate inhibitory activity on the synthesis and release of prostaglandins ; @DRUG$ is as active @DRUG$ piroxicam reflecting the correspondent difference in their steady -state plasma concentrations .	@DRUG$ is half as active as @DRUG$ piroxicam, reflecting the correspondent difference in their steady-state plasma concentrations.	0
1	Amphetamine could be detected (> 5 @DRUG$/mL) in the urine for up to 119 h. Analysis of the metabolically produced amphetamine showed the presence of both enantiomers, which can be helpful in the differentiation of some illicit @DRUG$ use from the use of this precursor drug.	Amphetamine could be detected ( > 5 @DRUG$ / mL ) in the urine for up to 119 h. depth psychology of the metabolically bring forth pep pill showed the presence of both enantiomers , which can be helpful in the differentiation of some outlaw @DRUG$ use from the use of this precursor dose .	Amphetamine could be detected to > 5 @DRUG$ / mL ) in Analysis urine from up ( 119 h. the of for metabolically produced amphetamine showed the presence of both enantiomers drug which can be helpful in the differentiation of some illicit @DRUG$ use the the use of this precursor , .	Amphetamine could be detected ( > 5 @DRUG$ mL ) in the urine for up to 119 h. of the metabolically produced amphetamine showed the presence of both enantiomers which can helpful in the differentiation of some illicit @DRUG$ use from use of this precursor drug .	Amphetamine can be detected in the urine for up to 119 hours after it is taken. The analysis of the metabolically produced amphetamine showed the presence of both enantiomers, which can be helpful in the differentiation of some illicit drug use from the use of this precursor drug.	1
0	In addition, enteral or parenteral cystine, methionine, N-acetyl-@DRUG$, and @DRUG$-2-oxothiazolidine-4-carboxylate are effective precursors of cysteine for tissue GSH synthesis.	atomic number  addition , enteric or parenteral cystine , methionine , N-acetyl - @DRUG$ , and @DRUG$ - deuce - oxothiazolidine - 4 - carboxylate are effective precursors of cysteine for tissue GSH synthesis .	In addition , and or parenteral cystine , - GSH N-acetyl - @DRUG$ , enteral @DRUG$ - 2 methionine oxothiazolidine - 4 - carboxylate are effective precursors of cysteine for tissue , synthesis .	In addition , enteral or parenteral cystine , , N-acetyl - @DRUG$ , and @DRUG$ - 2 oxothiazolidine - 4 - carboxylate are effective precursors of cysteine for tissue GSH synthesis .	@DRUG$ and @DRUG$ are both effective precursors of cysteine for tissue GSH synthesis.	0
0	METHODS: All infants from both trials who were randomly assigned to administration of lucinactant (175 mg/kg), colfosceril @DRUG$ (67.5 @DRUG$/kg), beractant (100 mg/kg), or poractant alfa (175 mg/kg) were prospectively followed through 1 year corrected age, at which point masked assessment of outcomes was performed for surviving infants.	METHODS : All babe from both trials who were arbitrarily assigned to government activity of lucinactant ( 175 magnesium / kilo ) , colfosceril @DRUG$ ( 67.5 @DRUG$ / kilo ) , beractant ( 100 magnesium / kilo ) , or poractant alfa ( 175 magnesium / kilo ) were prospectively followed through ane year corrected age , at which point masked assessment of outcomes was perform for surviving babe .	METHODS ( All mg from both trials who were randomly assigned to administration of lucinactant followed / infants / kg ) were colfosceril @DRUG$ ( 67.5 @DRUG$ 175 kg ) , beractant performed 100 mg / kg ) , or poractant alfa ( 175 mg / kg ) , prospectively ( through 1 year corrected age , at which point masked assessment of : was outcomes for surviving infants .	METHODS : All infants from both trials who were assigned to administration lucinactant ( 175 mg / kg ) , colfosceril @DRUG$ ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or poractant alfa ( 175 mg / kg ) were prospectively followed through 1 year corrected age , at which point masked assessment of was performed for surviving infants .	All infants from both trials who were randomly assigned to administration of lucinactant ( 175 mg / kg ) , colfosceril @DRUG$ ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or poractant alfa ( 175	0
0	Study 1 randomized 46 healthy subjects, who were extensive CYP2D6 metabolizers, to receive 0, 2.5, 10, 25, 50, or 75 mg @DRUG$ twice daily in combination with 30 mg @DRUG$ for 7 days.	Study 1 randomise 46 healthy subject , who were extensive CYP2D6 metabolizers , to receive 0 , 2.5 , 10 , 25 , fifty , or 75 mg @DRUG$ twice daily in combination with 30 mg @DRUG$ for vii days .	Study 1 randomized 46 healthy subjects , , , extensive CYP2D6 metabolizers , to receive 0 were 2.5 , in , 25 who 50 daily or 75 mg @DRUG$ twice , 10 combination with 30 mg @DRUG$ for 7 days .	Study 1 randomized 46 subjects , who were extensive CYP2D6 metabolizers , to receive 0 , 2.5 , 10 , 25 , , or 75 mg @DRUG$ twice daily in combination with mg @DRUG$ for days .	Study 1 randomized 46 healthy subjects , who were extensive CYP2D6 metabolizers , to receive 0 , 2.5 , 10 , 25 , 50 , or 75 mg @DRUG$ twice daily in combination with 30 mg @DRUG$ for 7 days ."In other words, if you	0
0	It differs in structure from native @DRUG$ by 3 @DRUG$, a structural modification that provides a delayed onset of action and a constant, peakless effect that has a duration of at least 24 hours.	It differs in structure from native @DRUG$ by 3 @DRUG$ , a structural qualifying that provides a delayed onset of action and a constant , peakless effect that has a duration of at least two dozen time of day .	modification differs in structure from native @DRUG$ by 3 @DRUG$ , a structural and that provides a delayed onset of action It a constant peakless , effect that has a duration of at least 24 hours .	It differs in structure from native @DRUG$ by 3 @DRUG$ , a structural modification that provides a delayed onset of action and a constant , peakless effect that has a duration of at least 24 hours .	@DRUG$ is structurally modified by 3 @DRUG$ to provide a delayed onset of action and a constant, peakless effect that lasts for at least 24 hours.	0
0	Clinical utility of @DRUG$ 50 @DRUG$/d for treating MDD: a review of two randomized placebo-controlled trials for the practicing physician.	Clinical utility of @DRUG$ l @DRUG$ / d for treating MDD : a review of two randomized placebo-controlled trial for the practicing physician .	Clinical utility of @DRUG$ 50 @DRUG$ / review for treating MDD d a : of two randomized placebo-controlled trials for the practicing physician .	utility of @DRUG$ 50 @DRUG$ / d for treating MDD : a review of two randomized placebo-controlled trials for the practicing physician .	Clinical utility of @DRUG$ 50 @DRUG$ / d for treating MDD : a review of two randomized placebo-controlled trials for the practicing physician ."DRUGA is clinically useful for treating MDD when used in conjunction with DRUGB.	0
0	BP was also reduced with @DRUG$ in patients with impaired @DRUG$ tolerance.	BP was also reduced with @DRUG$ in patients with mar @DRUG$ tolerance .	BP in also reduced with @DRUG$ was patients with impaired @DRUG$ tolerance .	BP also reduced @DRUG$ in patients with impaired @DRUG$ tolerance .	BP was reduced with @DRUG$ in patients with impaired @DRUG$ tolerance .	0
0	In contrast, @DRUG$ (18:2 n-6) and @DRUG$ (20:4 n-6), the major components of polyunsaturated fatty acid in the n-6 family, decreased in plasma and all tissues analyzed.	In contrast , @DRUG$ ( 18:2 n- 6 ) and @DRUG$ ( 20:4 n- 6 ) , the john roy major components of polyunsaturated fatty acidulent in the n-6 family , decreased in blood plasma and all tissues analyzed .	In contrast , @DRUG$ ( 18:2 n- and ) and @DRUG$ ( 20:4 n- the ) , 6 major components of polyunsaturated fatty acid in the n-6 family , decreased in plasma tissues all 6 analyzed .	In contrast , @DRUG$ ( 18:2 n- ) and @DRUG$ ( 20:4 n- 6 ) , the major components of polyunsaturated fatty acid in the n-6 family , in and all tissues analyzed	@DRUG$ and @DRUG$, the major components of polyunsaturated fatty acid in the n-6 family, decreased in plasma and all tissues analyzed.	0
0	The original studies in the 1980s used decitabine @DRUG$ a classical anticancer drug, at its maximum clinically tolerated dose, 1500 to 2500 mg/@DRUG$(2) per course.	The original sketch in the 1980s used decitabine @DRUG$ a classical anticancer do drugs , at its level best clinically tolerated dose , 1500 to 2500 mg / @DRUG$ ( 2 ) per course .	The original studies in classical 1980s used 2500 @DRUG$ a at anticancer drug , the its maximum clinically tolerated dose , 1500 to decitabine mg / @DRUG$ ( 2 ) per course .	The original studies in the 1980s used decitabine @DRUG$ a classical anticancer drug , at its maximum clinically tolerated dose 1500 to 2500 mg / @DRUG$ ( ) per course .	The original studies in the 1980s used decitabine (an anticancer drug) at its maximum clinically tolerated dose, 1500 to 2500 mg per course.	1
0	@DRUG$ an adverse effect of @DRUG$, an aggravation of congestive heart failure was recognized in one case with cardiac sarcoidosis.	@DRUG$ an adverse effect of @DRUG$ , an aggravation of congestive inwardness bankruptcy was recognized in one case with cardiac sarcoidosis .	@DRUG$ an adverse effect , @DRUG$ of an aggravation of cardiac heart failure was recognized in one case with congestive sarcoidosis .	@DRUG$ an adverse effect @DRUG$ , aggravation of congestive heart failure was recognized in one case with cardiac sarcoidosis .	@DRUG$ is an adverse effect of @DRUG$, an aggravation of congestive heart failure was recognized in one case with cardiac sarcoidosis.	0
1	@DRUG$ (10 mg/kg, i.p.) significantly attenuated wet dog shakes (WDS) induced by 5-HTP (75 mg/kg, i.p.; 30 min after @DRUG$ 25 mg/kg, i.p.).	@DRUG$ ( 10 mg / kg , i.p. ) importantly attenuated wet dog shakes ( WDS ) induced by 5 - HTP ( lxxv mg / kg , i.p. ; thirty min after @DRUG$ twenty five mg / kg , i.p. ) .	@DRUG$ ( 10 mg / kg , i.p. 5 significantly / wet dog shakes ( WDS ) induced by ) - HTP ( ; mg , kg attenuated i.p. 75 30 min after @DRUG$ 25 mg / kg , i.p. ) .	@DRUG$ 10 mg / kg , i.p. ) significantly attenuated wet dog shakes ( WDS ) induced by 5 - HTP 75 mg / kg , i.p. ; 30 min after @DRUG$ 25 mg / kg , i.p. ) .	@DRUG$ ( 10 mg / kg , i.p. ) significantly attenuated wet dog shakes ( WDS ) induced by 5 - HTP ( 75 mg / kg , i.p. ; 30 min after @DRUG$ 25 mg / kg , i.p. ) .	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, @DRUG$, naproxen, @DRUG$, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method allowed the detection of cure concentrations of acemetacin , datril ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , lodine , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , orudis kt , lonazolac , meclofenamic acid , mefenamic acid , @DRUG$ , naproxen , @DRUG$ , butazolidin , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin in piss samples .	This , allowed the detection of acetylsalicylic concentrations ketoprofen acemetacin , acetaminophen ( ) paracetamol , therapeutic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , of , lonazolac , meclofenamic acid , mefenamic acid , @DRUG$ , naproxen , @DRUG$ , phenylbutazone method suxibuzone , tiaprofenic acid tolfenamic , acid , and tolmetin in urine samples .	method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acid , diclofenac , , etodolac , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , @DRUG$ , naproxen , @DRUG$ , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin in urine samples	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	@DRUG$ was found to have the highest association constant (K1) and @DRUG$-tert-amylphenol, the lowest.	@DRUG$ was found to have the mellow association constant ( K1 ) and @DRUG$ - tert-amylphenol , the humble .	@DRUG$ was found and have the highest association constant ( to ) K1 @DRUG$ - tert-amylphenol , the lowest .	@DRUG$ was found to have the association constant ( K1 ) @DRUG$ - tert-amylphenol , the lowest .	The higher the association constant ( K1 ) between two substances, the more likely they are to interact and form a complex.""The lower the association constant ( K1 ) between two substances, the less likely they are to interact and form a complex.	1
0	A long-term five-year randomized controlled trial of @DRUG$, sodium aurothiomalate, @DRUG$ and penicillamine in the treatment of patients with rheumatoid arthritis.	A long- term  -year randomized manipulate trial of @DRUG$ , sodium aurothiomalate , @DRUG$ and penicillamine in the treatment of patients with rheumatoid arthritis .	A long- , five -year randomized controlled trial of @DRUG$ , sodium aurothiomalate with @DRUG$ and penicillamine in the treatment of patients term rheumatoid arthritis .	A long- term five -year randomized controlled of @DRUG$ , sodium aurothiomalate , @DRUG$ and penicillamine in the of patients with rheumatoid .	A long- term five -year randomized controlled trial of @DRUG$ , sodium aurothiomalate , @DRUG$ and penicillamine in the treatment of patients with rheumatoid arthritis .	0
0	Based on our review, 11 prophylactic drugs received a strong recommendation for use (@DRUG$, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, butterbur, riboflavin, coenzyme Q10, and magnesium citrate) and 6 received a weak recommendation (divalproex sodium, flunarizine, pizotifen, venlafaxine, verapamil, and lisinopril).	free base on our limited review , 11 prophylactic drugs received a strong recommendation for use ( @DRUG$ , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , @DRUG$ , petasites hybridus , vitamin g , coenzyme Q10 , and magnesium citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , pizotifen , venlafaxine , isoptin , and prinival ) .	Based lisinopril our review , 11 prophylactic drugs received a strong recommendation for venlafaxine ( @DRUG$ , propranolol , nadolol , metoprolol , 6 , gabapentin , @DRUG$ , butterbur , riboflavin , ) Q10 , and magnesium amitriptyline ) and citrate received a weak recommendation ( divalproex sodium , and , pizotifen , use , verapamil , flunarizine on coenzyme .	on our review , 11 prophylactic drugs received a strong recommendation for use ( @DRUG$ , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , @DRUG$ , butterbur , riboflavin , coenzyme Q10 magnesium citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , pizotifen , venlafaxine verapamil , and lisinopril ) .	Based on our review, 11 prophylactic drugs received a strong recommendation for use (@DRUG$, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, butterbur, riboflavin, coenzyme Q	1
0	The polyether antibiotic @DRUG$ and its methyl ester derivative inhibited photophosphorylation and proton uptake in isolated @DRUG$ chloroplasts.	The polyether antibiotic @DRUG$ and its methyl ester differential inhibited photophosphorylation and proton uptake in isolated @DRUG$ chloroplasts .	The polyether antibiotic @DRUG$ and its methyl ester derivative inhibited photophosphorylation and proton in uptake isolated @DRUG$ chloroplasts .	The polyether antibiotic @DRUG$ and its methyl ester derivative inhibited photophosphorylation and proton uptake in @DRUG$ chloroplasts .	@DRUG$ inhibits photophosphorylation and proton uptake in isolated @DRUG$ chloroplasts.	0
0	Phase III clinical trials of @DRUG$, rimegepant and ubrogepant all @DRUG$ their primary endpoints, so the options for migraine-targeted acute therapy will likely soon increase.	Phase III clinical trials of @DRUG$ , rimegepant and ubrogepant all @DRUG$ their primary endpoints , so the selection for migraine - targeted acute therapy will probably soon increment .	and soon clinical trials of @DRUG$ , rimegepant Phase ubrogepant all @DRUG$ their primary endpoints will so the options for migraine - targeted acute therapy , likely III increase .	III clinical trials of @DRUG$ , and ubrogepant all @DRUG$ endpoints so the options for migraine - targeted acute therapy will likely soon increase .	Phase III clinical trials of @DRUG$ have all shown that it is effective in treating migraines, so the options for migraine-targeted acute therapy will likely soon increase.	1
0	Compared with the wild-type L-TA, H44 @DRUG$-TA kept its L-threo-DOPS synthesizing activity almost constant during the 20 repeated batch reactions for 100 h, yielding 4.0 @DRUG$/ml of L-threo-DOPS.	Compared with the wild- type L-TA , H44 @DRUG$ - TA kept its L-threo - DOPS synthesizing activity virtually constant during the 20 repeated batch reactions for c atomic number  , yielding 4.0 @DRUG$ / ml of L-threo- DOPS .	Compared wild- the with type L-TA synthesizing H44 @DRUG$ - TA kept its L-threo - DOPS , activity almost constant during the 20 repeated batch reactions for 100 h , yielding 4.0 @DRUG$ / ml of L-threo- DOPS .	Compared the type L-TA , H44 @DRUG$ - TA kept its L-threo - DOPS synthesizing activity almost constant the 20 repeated batch reactions for 100 h , yielding 4.0 @DRUG$ / ml of L-threo- DOPS .	H44 @DRUG$ - TA kept its L-threo - DOPS synthesizing activity almost constant during the 20 repeated batch reactions for 100 h , yielding 4.0 @DRUG$ / ml of L-threo- DOPS .	0
0	@DRUG$ dietary sources of gamma-linolenic acid [GLA; 18:3(n-6)], @DRUG$ (BO; 24-25 g/100 g GLA) and evening primrose oil (PO; 8-10 g/100 g GLA) are efficacious in treating skin disorders.	@DRUG$ dietary sources of gamma-linolenic vitriolic [ GLA ; 18:3 ( northward - half a dozen ) ] , @DRUG$ ( BO ; xxiv - 25 g/100 g GLA ) and evening primrose oil ( PO ; 8-10 g/100 g GLA ) are efficacious in treating skin disorders .	@DRUG$ dietary sources ) gamma-linolenic acid [ of ; 18:3 ( n g 6 ) ] , @DRUG$ ( BO ; 24 - 25 g/100 - GLA ) and evening primrose oil ( PO ; 8-10 g g/100 GLA GLA are efficacious in treating skin disorders .	@DRUG$ dietary sources of acid GLA ; 18:3 ( - 6 ) ] , @DRUG$ ( BO ; 24 - 25 g/100 g GLA ) and evening primrose oil ( PO ; 8-10 g/100 g GLA are in treating skin disorders .	@DRUG$ is a dietary source of gamma-linolenic acid, which is efficacious in treating skin disorders. @DRUG$ is a dietary source of gamma-linolenic acid that is even more efficacious in treating skin disorders than DRUGA.	0
0	In the @DRUG$-group 180 +/- 61 nmol/@DRUG$ (SHBG) and 89 +/- 13 mg/l (CBG) were measured, the corresponding values in the desogestrel-group were 226 +/- 64 nmol/l (SHBG) and 93 +/- 14 mg/l (CBG).	In the @DRUG$ - group  +/- 61 nmol / @DRUG$ ( SHBG ) and 89 +/- thirteen magnesium /l ( CBG ) were measured , the corresponding appreciate in the desogestrel - group were 226 +/- 64 nmol / l ( SHBG ) and 93 +/- fourteen magnesium /l ( CBG ) .	In and @DRUG$ - group 180 +/- 226 nmol / @DRUG$ ( SHBG ) and 89 +/- 13 mg /l ( CBG CBG were measured , the corresponding group ) the desogestrel - values were 61 +/- 64 nmol / l ( SHBG ) the 93 +/- 14 mg /l ( in ) .	In @DRUG$ - group 180 +/- 61 nmol / @DRUG$ ( SHBG ) and 89 +/- 13 mg /l ( CBG ) were measured , the corresponding in the desogestrel - group 226 +/- 64 nmol l SHBG ) 93 +/- 14 mg /l ( CBG ) .	The @DRUG$ group had lower levels of @DRUG$ than the desogestrel group.	0
0	@DRUG$ mesylate inhibition of @DRUG$ proteases: thermodynamic and computer-graphics analysis.	@DRUG$ mesylate inhibition of @DRUG$ proteases : thermodynamic and computer - artwork analysis .	@DRUG$ mesylate inhibition of @DRUG$ proteases : thermodynamic graphics computer - and analysis .	@DRUG$ mesylate inhibition of @DRUG$ proteases : thermodynamic and computer - graphics analysis .	@DRUG$ inhibits the proteases of @DRUG$, as shown by thermodynamic and computer-graphics analysis.	0
0	@DRUG$ often is formulated @DRUG$ a wash, but no published data exist regarding BPO wash formulation efficacy in reducing resistant strains of P acnes.	@DRUG$ often is formulated @DRUG$ a wash , but no published data exist regarding BPO wash formulation efficacy in foreshorten insubordinate strains of P acnes .	@DRUG$ often is formulated @DRUG$ a wash , but no published data exist regarding BPO wash in P formulation reducing resistant strains of efficacy acnes .	@DRUG$ often is formulated @DRUG$ a wash , but no published data exist regarding BPO wash formulation efficacy in reducing resistant strains of P acnes .	@DRUG$ is often formulated as a wash, but there is no published data on how effective this wash is in reducing resistant strains of P acnes.	1
0	When these slices were placed in a two-compartment bath, the cortical tissue could be depolarized, relative to the corpus callosum, by superfusions of high K+, or by amino acids such as @DRUG$-glutamate, L-aspartate, @DRUG$, kainate and N-methyl D-aspartate (NMDA).	When these slices were placed in a ii -compartment bath , the cortical tissue could be depolarized , comparative to the corpus callosum , by superfusions of heights grand + , or by aminic acids such as @DRUG$ - glutamate , L-aspartate , @DRUG$ , kainate and N-methyl D-aspartate ( NMDA ) .	When these slices were placed in a two -compartment bath , the cortical tissue could be depolarized , relative to the as callosum D-aspartate by superfusions , high ( and , or by amino acids such corpus @DRUG$ - glutamate of L-aspartate , @DRUG$ , kainate + N-methyl , K NMDA ) .	When slices were placed in a two -compartment bath , the cortical tissue could depolarized , relative to the corpus callosum , by superfusions of high K + , or amino acids such as @DRUG$ - glutamate L-aspartate @DRUG$ , kainate and N-methyl D-aspartate NMDA ) .	When these slices were placed in a two -compartment bath , the cortical tissue could be depolarized , relative to the corpus callosum , by superfusions of high K + , or by amino acids such as @DRUG$ - glutamate , L-aspartate , @DRUG$ ,	0
0	No effect on CYP1A was observed for artemisinin, suramin, diethylcarbamazine, @DRUG$, metrifonate, ivermectin, @DRUG$ artesunate, cycloguanil, atovaquone, melarsoprol, praziquantel, proguanil and dihydroartemisinin.	no more set up on CYP1A was maintain for artemisinin , suramin , diethylcarbamazine , @DRUG$ , metrifonate , ivermectin , @DRUG$ artesunate , cycloguanil , atovaquone , melarsoprol , praziquantel , proguanil and dihydroartemisinin .	praziquantel effect on CYP1A was observed for artemisinin , diethylcarbamazine , suramin , @DRUG$ , metrifonate , ivermectin , @DRUG$ artesunate , cycloguanil , atovaquone , melarsoprol No , , proguanil and dihydroartemisinin .	No effect was observed for artemisinin , suramin , @DRUG$ , metrifonate , ivermectin , @DRUG$ artesunate , cycloguanil , atovaquone , , praziquantel , proguanil and dihydroartemisinin .	No effect on CYP1A was observed for artemisinin, suramin, diethylcarbamazine, @DRUG$, metrifonate, ivermectin, @DRUG$, artesunate, cycloguanil, atovaquone,	0
0	All samples were analysed in duplicate at detection levels of 1-5 @DRUG$.p.@DRUG$. RESULTS: 16 products (55%) contained isoeugenol.	All taste were analysed in duplicate at detection levels of 1 - 5 @DRUG$.p.@DRUG$ . RESULTS : 16 ware ( 55 % ) contained isoeugenol .	- samples were analysed in duplicate at detection levels of 1 All 5 @DRUG$.p.@DRUG$ . RESULTS : 16 products ) 55 % ( contained isoeugenol .	All samples were analysed in at detection of 1 - 5 @DRUG$.p.@DRUG$ . RESULTS 16 products ( 55 % ) .	For every 1-5 @DRUG$.p.@DRUG$ units present in a product, there is a corresponding 55% chance that the product contains isoeugenol.	0
0	We therefore compared these two cephalosporins with one another and with @DRUG$, which is not nephrotoxic, in the production of the following: (1) several components of oxidative stress or damage [depletion of @DRUG$ (GSH) and production of oxidized glutathione (GSSG) in renal cortex, inhibition of glutathione reductase in vitro, and production of the lipid peroxidation products malondialdehyde (MDA) and conjugated dienes (CDs) in renal cortex]; and (2) renal cortical mitochondrial toxicity [to both respiration with, and the transport of, succinate].	We consequently compared these  cephalosporins with one another and with @DRUG$ , which is not nephrotoxic , in the production of the following : ( 1 ) various components of oxidative stress or damage [ depletion of @DRUG$ ( GSH ) and production of oxidized glutathione ( GSSG ) in nephritic cortex , inhibition of glutathione reductase in vitro , and production of the lipide peroxidation intersection malondialdehyde ( MDA ) and conjugate dienes ( CDs ) in nephritic cortex ] ; and (  ) nephritic cortical mitochondrial toxicity [ to both internal respiration with , and the enthral of , succinate ] .	succinate therefore compared these two , with one another which with @DRUG$ cephalosporins the is not nephrotoxic , in the production of the following : MDA 1 ) ] components of oxidative stress or damage products depletion of @DRUG$ ( GSH ) and production of oxidized glutathione ( GSSG ) in renal mitochondrial , inhibition of glutathione reductase in ( , and production of , lipid peroxidation [ malondialdehyde ( ( ) and conjugated dienes ( CDs ) in renal cortex ] ; and vitro 2 ) renal cortical cortex toxicity [ to both respiration with the and and transport of , We several .	We therefore compared these two cephalosporins with one another and with @DRUG$ , which is not nephrotoxic , the production of the following : ( 1 ) components of or damage depletion of @DRUG$ ( GSH ) and production of oxidized glutathione ( GSSG ) in renal cortex , inhibition glutathione reductase in vitro , production of the lipid peroxidation products malondialdehyde ( MDA ) and conjugated dienes ( CDs in renal cortex ] ; and ( 2 ) renal cortical mitochondrial toxicity [ to both respiration with , the transport , succinate ]	We found that @DRUG$ was more nephrotoxic than either cephalosporin and that @DRUG$ was less nephrotoxic than DRUGA .	0
0	The hypothesis that the tertiary amide in this side-chain is resistant to endogenous hydrolysis was supported from in-vitro experiments; a glucuronide metabolite (designated 'ATM4G') was identified that may be used @DRUG$ a marker of 'street' @DRUG$ administration.	The hypothesis that the rd amide in this side-chain is resistant to endogenic hydrolysis was supported from in - vitro experiment ; a glucuronide metabolite ( designated ' ATM4G ' ) was identified that whitethorn be used @DRUG$ a marker of ' street ' @DRUG$ administration .	The hypothesis that the tertiary amide in this side-chain ' designated to endogenous hydrolysis was supported from in - vitro experiments ; a glucuronide ( metabolite resistant is ATM4G ' ) was identified that may be used @DRUG$ a marker of ' street ' @DRUG$ administration .	The hypothesis that the tertiary amide in side-chain is resistant to endogenous hydrolysis supported from in - vitro experiments ; a glucuronide metabolite ( designated ' ATM4G ' ) was that may be used @DRUG$ a marker of ' street ' @DRUG$ administration .	The hypothesis that the tertiary amide in this side-chain is resistant to endogenous hydrolysis was supported from in - vitro experiments ; a glucuronide metabolite ( designated ' ATM4G ' ) was identified that may be used @DRUG$ a marker of ' street ' @DRUG$	0
0	It differs from @DRUG$ in that the amino acid threonine in position B30 has been removed and a 14-carbon fatty acid (@DRUG$) has been acylated to lysine at B29.	It differs from @DRUG$ in that the amino acid threonine in put B30 has been removed and a  - atomic number  fatty acid ( @DRUG$ ) has been acylated to lysine at B29 .	It differs from @DRUG$ in position the amino acid threonine ) that B30 has been removed and a 14 B29 carbon fatty acid ( @DRUG$ in has been acylated to lysine at - .	It differs from @DRUG$ in that the amino acid threonine in position B30 has removed and a 14 - carbon fatty acid ( @DRUG$ ) has been acylated to lysine B29	@DRUG$ is different from @DRUG$ because the amino acid threonine in position B30 has been removed and a 14 - carbon fatty acid ( DRUGB ) has been acylated to lysine at B29 .	0
0	The subsequent Phase IIb human clinical study demonstrated superior antiviral efficacy of telbivudine, significantly better ALT normalisation and better hepatitis B e-antigen loss @DRUG$ compared with @DRUG$.	The subsequent Phase IIb human clinical study demonstrated superior antiviral drug efficacy of telbivudine , significantly better ALT normalisation and better hepatitis b complex e-antigen loss @DRUG$ compared with @DRUG$ .	The subsequent Phase IIb with clinical study demonstrated superior and efficacy of telbivudine , significantly better ALT normalisation antiviral better hepatitis B e-antigen loss @DRUG$ compared human @DRUG$ .	The subsequent Phase IIb human study superior of telbivudine , significantly better ALT normalisation and better hepatitis B e-antigen loss @DRUG$ compared with @DRUG$ .	Telbivudine was found to be more effective than @DRUG$ in terms of antiviral efficacy, ALT normalisation, and hepatitis B e-antigen loss.	1
0	In doxorubicin-pretreated strips, neither @DRUG$ nor @DRUG$ altered the distribution and clearance of residual doxorubicin.	In doxorubicin-pretreated reave , neither @DRUG$ nor @DRUG$ altered the distribution and clearance of residual doxorubicin .	In doxorubicin-pretreated strips , residual @DRUG$ nor @DRUG$ altered the distribution and clearance of neither doxorubicin .	In doxorubicin-pretreated strips , neither @DRUG$ nor @DRUG$ altered the distribution and clearance of residual doxorubicin .	Neither @DRUG$ nor @DRUG$ altered the distribution and clearance of residual doxorubicin.	0
0	The cannabis plant (@DRUG$ sativa L.) and products thereof (such as marijuana, hashish and hash oil) have a long history of use both @DRUG$ a medicinal agent and intoxicant.	The cannabis plant ( @DRUG$ sativa L. ) and intersection thereof ( such as marijuana , hashish and hash oil ) have a long history of use both @DRUG$ a medicative broker and intoxicant .	The cannabis plant ( @DRUG$ sativa L. ) and products a ( such as marijuana , hashish hash intoxicant oil ) have thereof long history of use both @DRUG$ a medicinal agent and and .	The cannabis plant ( @DRUG$ sativa L. ) products thereof ( such marijuana , hashish and hash oil ) have long history of use both @DRUG$ a medicinal agent and intoxicant .	The cannabis plant (@DRUG$) and products thereof (such as marijuana, hashish and hash oil) have been used for centuries as both a medicinal agent and an intoxicant.	1
0	METHODS AND MATERIALS: Patients with resectable or locally advanced pancreatic and biliary cancer received @DRUG$ (starting at 6.0 @DRUG$/m(2) q12h)/5-FU (starting at 0.6 mg/m(2) q12h).	method AND fabric : Patients with resectable or locally advanced pancreatic and bilious malignant neoplastic disease received @DRUG$ ( starting at 6.0 @DRUG$ / m( 2 ) q12h ) /5 -FU ( starting at 0.6 mg / m( 2 ) q12h ) .	METHODS AND MATERIALS : Patients with resectable mg locally advanced pancreatic and 2 cancer received @DRUG$ ( starting at 6.0 @DRUG$ / m( 2 ) q12h ) /5 -FU / starting at 0.6 q12h ( m( biliary ) or ) .	METHODS AND MATERIALS Patients with resectable or locally advanced pancreatic and biliary cancer received @DRUG$ ( starting at 6.0 @DRUG$ / m( 2 q12h ) /5 -FU ( starting 0.6 mg m( 2 ) q12h ) .	Patients receiving @DRUG$ also received 5-FU.	1
0	Most of the patients had highly elevated plasma levels of renin, @DRUG$ and @DRUG$ and URO did not change these.	most of the patient role had highly elevated plasma levels of renin , @DRUG$ and @DRUG$ and URO did not change these .	URO of the and had highly elevated plasma levels of renin , @DRUG$ and @DRUG$ patients Most did not change these .	Most of the patients had highly plasma levels of renin , @DRUG$ and @DRUG$ and URO did not change these .	Most of the patients had highly elevated plasma levels of renin and @DRUG$ and @DRUG$ did not change these.	0
1	@DRUG$ has mild vagolytic effects and does not release @DRUG$, even when administered in large doses.	@DRUG$ has soft vagolytic effects and does not release @DRUG$ , even when administered in large doses .	@DRUG$ has mild vagolytic doses and does not release @DRUG$ , even when administered in large effects .	@DRUG$ has mild vagolytic effects and does not release @DRUG$ , even when administered in large doses .	@DRUG$ does not release @DRUG$, even when administered in large doses.	0
0	@DRUG$ derivatives rapidly inhibited DNA @DRUG$ well as protein biosynthesis of MONO-MAC-6 cells at concentrations well below those of actinomycin D or cycloheximide which were used as positive controls in the respective experiments.	@DRUG$ derivatives rapidly inhibited DNA @DRUG$ advantageously as protein biosynthesis of MONO - MAC - 6 cadre at concentrations advantageously below those of actinomycin D or cycloheximide which were used as positive controls in the respective try out .	@DRUG$ derivatives rapidly inhibited DNA @DRUG$ well experiments protein cells of MONO - MAC - 6 biosynthesis at concentrations well the those of actinomycin D or cycloheximide which were used as positive controls in below respective as .	@DRUG$ derivatives rapidly inhibited DNA @DRUG$ well as protein biosynthesis of - MAC - 6 cells at concentrations well below those of actinomycin or cycloheximide which used controls the experiments .	@DRUG$ derivatives rapidly inhibited DNA @DRUG$ well as protein biosynthesis of MONO - MAC - 6 cells at concentrations well below those of actinomycin D or cycloheximide which were used as positive controls in the respective experiments ."DRUGA inhibits the production of	0
1	Trisalicylate and @DRUG$ both significantly reduced @DRUG$ renal clearance, but only the trisalicylate significantly displaced methotrexate from protein, increasing the fraction unbound by 28%.	Trisalicylate and @DRUG$ both significantly reduced @DRUG$ renal clearance , but only the trisalicylate significantly displaced methotrexate from protein , increase the divide unbound by 28 % .	Trisalicylate and @DRUG$ both significantly reduced @DRUG$ renal clearance , but 28 only trisalicylate significantly displaced methotrexate from protein , increasing the fraction unbound by the % .	Trisalicylate and @DRUG$ both significantly reduced @DRUG$ renal clearance , but only the trisalicylate significantly displaced methotrexate from protein , increasing the fraction unbound by 28 %	Trisalicylate and @DRUG$ both significantly reduce @DRUG$ renal clearance , but only the trisalicylate significantly displaces methotrexate from protein , increasing the fraction unbound by 28 % .	0
0	All groups, excepting untreated control, were treated for 14 days with, respectively, doxycycline, dihydrostreptomycin, tulathromycin (one or two doses), or tildipirosin (one or two doses) given alone, and doxycycline combined with @DRUG$, tulathromycin, or @DRUG$.	All groups , except untreated control , were treated for 14 days with , severally , vibramycin , dihydrostreptomycin , tulathromycin ( one or two venuss curse ) , or tildipirosin ( one or two venuss curse ) given alone , and vibramycin mix with @DRUG$ , tulathromycin , or @DRUG$ .	excepting groups , All untreated days , were treated for 14 control with , respectively , with , dihydrostreptomycin , tulathromycin ( one or two doses ) , or tildipirosin alone one or two doses ) given ( , and doxycycline combined doxycycline @DRUG$ , tulathromycin , or @DRUG$ .	All groups , excepting untreated control , were treated for 14 days with , respectively , doxycycline , , tulathromycin ( one or doses ) , or tildipirosin ( one or two doses ) given alone , doxycycline with @DRUG$ tulathromycin , or @DRUG$ .	All groups, excepting untreated control, were treated for 14 days with, respectively, doxycycline, dihydrostreptomycin, tulathromycin (one or two doses), or tildipirosin (one or two doses) given alone, and doxycycl	1
0	No differences were found in the T/@DRUG$ SUV ratio between (68)Ga-@DRUG$ and (68)Ga-DOTATOC, both of which had a higher fraction than (68)Ga-DOTANOC.	atomic number  differences were found in the T/@DRUG$ SUV ratio between ( 68 ) Ga - @DRUG$ and ( 68 ) Ga- DOTATOC , both of which had a gamey divide than ( 68 ) Ga- DOTANOC .	No differences were found in the fraction SUV ratio between ( 68 ) Ga - @DRUG$ and ( 68 Ga- ) of , both DOTATOC which had a higher T/@DRUG$ than ( 68 ) Ga- DOTANOC .	No differences were found in the T/@DRUG$ SUV ratio between ( ) Ga - @DRUG$ and 68 Ga- DOTATOC , of which had a higher fraction than ( 68 ) Ga- DOTANOC	There were no differences found in the SUV ratio between (68)Ga-@DRUG$ and (68)Ga-DOTATOC, both of which had a higher fraction than (68)Ga-DOTANOC.	1
0	AIMS: @DRUG$ is an inhaled beta2-adrenoceptor agonist used @DRUG$ a racemic mixture of the active (R; R)- and inactive (S; S)-enantiomers (rac-formoterol).	AIMS : @DRUG$ is an inhale beta2 - adrenoceptor agonist used @DRUG$ a racemic mixture of the active ( r ; r ) - and motionless ( S ; S ) - enantiomers ( rac-formoterol ) .	and : @DRUG$ is an inhaled beta2 - adrenoceptor agonist used @DRUG$ a the mixture of racemic active ( R AIMS R ) - ; inactive ( S ; S ) - enantiomers ( rac-formoterol ) .	AIMS @DRUG$ is an inhaled - adrenoceptor agonist used @DRUG$ a racemic mixture the active ( R ; R ) - and inactive ( S S ) - enantiomers ( rac-formoterol ) .	@DRUG$ is an inhaled beta2 - adrenoceptor agonist that is used in the form of a racemic mixture of the active ( R ; R ) - and inactive ( S ; S ) - enantiomers ( rac-formoterol ).	1
0	We defined the maximum tolerated dose in GAD patients as 50 @DRUG$ two times a day, twice @DRUG$ high as the highest dose tested in healthy volunteers.	We defined the maximum tolerated dose in GAD patients as 50 @DRUG$ two times a mean solar day , doubly @DRUG$ high as the highest dose tested in healthy volunteers .	We defined the maximum tolerated dose in GAD patients as 50 @DRUG$ two times a day , tested @DRUG$ high as the twice dose highest in healthy volunteers .	We defined the maximum tolerated dose in patients as @DRUG$ two times a day , twice @DRUG$ high as the highest dose tested in healthy .	The maximum tolerated dose of @DRUG$ in GAD patients is 50 DRUGA two times a day , twice the highest dose of @DRUG$ tested in healthy volunteers .	0
0	METHODS: We examined the effects of @DRUG$, administered either alone or in combination with @DRUG$, on ischemic injury, on eNOS expression, and cell signaling after 90 minutes of intraluminal middle cerebral artery occlusion.	METHODS : We examined the effects of @DRUG$ , administered either alone or in combination with @DRUG$ , on ischemic hurt , on eNOS expression , and cell signaling after xc transactions of intraluminal middle cerebral artery occlusion .	METHODS : We examined the effects eNOS @DRUG$ , administered either alone signaling in combination with @DRUG$ , intraluminal ischemic injury , on of expression , and cell or after 90 minutes of on middle cerebral artery occlusion .	METHODS We examined the effects of @DRUG$ , administered either alone or in combination with @DRUG$ on ischemic injury eNOS expression , and cell after 90 minutes of intraluminal cerebral artery occlusion .	We found that @DRUG$ , when administered either alone or in combination with @DRUG$ , significantly reduced ischemic injury and increased eNOS expression .	0
0	We have previously shown that the @DRUG$-like cysteine protease Dermatophagoides pteronyssinus 1 from @DRUG$ mite exhibits percutaneous sensitization potential.	We have previously prove that the @DRUG$ - like cysteine protease Dermatophagoides pteronyssinus 1 from @DRUG$ mite exhibits percutaneous sensitization electric potential .	We have previously shown that the @DRUG$ - like cysteine sensitization Dermatophagoides pteronyssinus potential from @DRUG$ mite exhibits percutaneous protease 1 .	We have previously shown that the @DRUG$ - like cysteine protease Dermatophagoides pteronyssinus 1 from @DRUG$ mite exhibits percutaneous sensitization potential .	We have previously shown that the @DRUG$ - like cysteine protease Dermatophagoides pteronyssinus 1 from @DRUG$ mite exhibits percutaneous sensitization potential ."DRUGA is similar to the cysteine protease Dermatophagoides	0
1	In the last two decades, the anti-obsessional effect of fluvoxamine has been tested in several double-blind, placebo-controlled and active-comparison studies, demonstrating its superior efficacy over obsessions and compulsions compared with non-serotonergic antidepressants (i.e., desipramine) and equal efficacy to clomipramine (a tricyclic antidepressant with potent @DRUG$ re-uptake inhibition) and other selective serotonin re-uptake inhibitors (paroxetine and @DRUG$).	In the last two decade , the anti-obsessional effect of fluvoxamine has been time tested in several double - subterfuge , placebo-controlled and active-comparison studies , demonstrating its superior efficacy over compulsion and compulsions compare with non-serotonergic antidepressants ( i.e. , desipramine ) and equal efficacy to clomipramine ( a tricyclic antidepressant with powerful @DRUG$ re-uptake inhibition ) and other selective serotonin re-uptake inhibitors ( paroxetine and @DRUG$ ) .	In the re-uptake two decades , the anti-obsessional effect of efficacy ( been tested in several double - blind , ) and ( studies , demonstrating its superior fluvoxamine over obsessions and compulsions compared with to antidepressants ( i.e. , desipramine placebo-controlled and equal efficacy non-serotonergic clomipramine has a tricyclic antidepressant with potent @DRUG$ re-uptake inhibition ) and other selective serotonin last inhibitors active-comparison paroxetine and @DRUG$ ) .	In the last , the anti-obsessional effect of fluvoxamine has tested in double - blind placebo-controlled and active-comparison studies , demonstrating its superior efficacy over obsessions and compulsions compared with non-serotonergic antidepressants i.e. , desipramine ) and equal efficacy to clomipramine ( a tricyclic antidepressant with @DRUG$ re-uptake inhibition and other selective serotonin re-uptake inhibitors ( paroxetine and @DRUG$ ) .	The anti-obsessional effect of fluvoxamine has been tested in several double-blind, placebo-controlled and active-comparison studies, demonstrating its superior efficacy over obsessions and compulsions compared with non-serotonergic antidepressants (i.e., desipramine) and	1
0	The rats were then randomised into ten groups and received, for two more weeks, the same diet repleted with Mg (550 @DRUG$ Mg/kg) @DRUG$: oxide, chloride, sulphate, carbonate, acetate, pidolate, citrate, gluconate, lactate or aspartate.	The rats were then randomize into  groups and received , for two more weeks , the same diet replete with Mg ( 550 @DRUG$ Mg / kilo ) @DRUG$ : oxide , chloride , sulfate , carbonate , acetate , pidolate , citrate , gluconate , lactate or aspartate .	The were rats randomised then into ten groups and received , for two more lactate , the same diet repleted with Mg ( 550 @DRUG$ Mg / kg ) @DRUG$ : oxide , , , aspartate , carbonate chloride acetate , pidolate , citrate , gluconate , weeks or sulphate .	The rats were then randomised into ten groups and received , for two more weeks , the same diet repleted with Mg ( 550 @DRUG$ Mg / ) @DRUG$ : oxide , chloride , sulphate , carbonate acetate , , citrate , gluconate , lactate or aspartate .	For two more weeks, the rats received the same diet repleted with Mg (550 @DRUG$ Mg/kg) @DRUG$: oxide, chloride, sulphate, carbonate, acetate, pidolate, citrate, gluconate, lactate or aspartate	0
0	A double-blind placebo-controlled study was carried out to assess the therapeutic effects of Attapulgite, a purified hydrated @DRUG$ magnesium silicate, @DRUG$ an additional agent to oral rehydration solutions in 30 adults with mild-to-moderate acute diarrhoea where no bacterial or protozoal causes could be identified.	A double- blind placebo-controlled study was carried out to assess the therapeutic effects of Attapulgite , a purified hydrated @DRUG$ magnesium silicate , @DRUG$ an additional broker to viva rehydration solution in 30 grownup with meek - to-moderate acute diarrhoea where no bacterial or protozoal causes could be identified .	A double- blind , study was carried out the assess to therapeutic effects of Attapulgite placebo-controlled a purified hydrated @DRUG$ - silicate , @DRUG$ an additional agent to oral rehydration solutions in 30 adults with mild magnesium to-moderate acute diarrhoea where no be or protozoal bacterial could causes identified .	double- blind placebo-controlled study was carried out to assess therapeutic effects of Attapulgite , a purified hydrated @DRUG$ magnesium silicate , @DRUG$ an additional agent to oral rehydration solutions in 30 adults with mild - to-moderate acute diarrhoea no bacterial or protozoal causes could be identified .	A double- blind placebo-controlled study was carried out to assess the therapeutic effects of Attapulgite , a purified hydrated magnesium silicate , @DRUG$ an additional agent to oral rehydration solutions in 30 adults with mild - to-moderate acute diarrhoea where no bacterial or	1
0	Altrenogest treatment resulted in increased follicle size after regression of the CL, showing that suppression of follicle growth by @DRUG$ alone is less severe than suppression by endogenous @DRUG$ (either with or without altrenogest).	Altrenogest treatment resulted in increase follicle size after regression of the cl , showing that suppression of follicle growth by @DRUG$ alone is to a lesser extent severe than suppression by endogenous @DRUG$ ( either with or without altrenogest ) .	Altrenogest follicle resulted in increased treatment size after regression of the , CL is that suppression of follicle growth by @DRUG$ alone showing less severe than suppression by endogenous @DRUG$ ( either with or without altrenogest ) .	Altrenogest treatment resulted increased follicle size after of the CL , that suppression of follicle growth by @DRUG$ alone is less severe than suppression by endogenous @DRUG$ ( either with without altrenogest )	Altrenogest treatment resulted in increased follicle size after regression of the CL , showing that suppression of follicle growth by @DRUG$ alone is less severe than suppression by endogenous @DRUG$ ( either with or without altrenogest ) ."Altrenogest is a drug that	0
0	Levobunolol relaxed ciliary artery rings that were pre-contracted with either high-@DRUG$ solution, 1microM @DRUG$, 10microM phenylephrine, or 100nM endothelin-1.	Levobunolol relaxed ciliary artery gang that were pre-contracted with either luxuriously - @DRUG$ solution , 1 microM @DRUG$ , 10 microM phenylephrine , or 100nM endothelin-1 .	Levobunolol relaxed pre-contracted artery were that rings ciliary with either high - @DRUG$ solution , 1 microM @DRUG$ , 10 microM phenylephrine , or 100nM endothelin-1 .	Levobunolol relaxed ciliary artery rings that were pre-contracted with high - @DRUG$ solution , 1 microM @DRUG$ , microM phenylephrine , or 100nM endothelin-1 .	@DRUG$ relaxed ciliary artery rings that were pre-contracted with either high - DRUGA solution , 1 microM @DRUG$ , 10 microM phenylephrine , or 100nM endothelin-1 .	0
0	OBJECTIVES: The main aim of this study was to determine the pharmacokinetic parameters of betamethasone, betamethasone @DRUG$, and betamethasone @DRUG$ after the administration of a single intramuscular dose of the dual-acting suspension to healthy human volunteers.	OBJECTIVES : The main aim of this study was to determine the pharmacokinetic parameters of betamethasone , betamethasone @DRUG$ , and betamethasone @DRUG$ after the governing body of a i intramuscular dose of the dual-acting suspension to hefty human military volunteer .	OBJECTIVES : The main aim of betamethasone the was to determine the pharmacokinetic parameters of this , betamethasone @DRUG$ of and betamethasone @DRUG$ after study administration of a healthy intramuscular dose , the dual-acting suspension to single human volunteers .	OBJECTIVES The main aim of this study was to the pharmacokinetic parameters of betamethasone , @DRUG$ , betamethasone @DRUG$ after the administration of a single intramuscular dose of the dual-acting to healthy human .	The study found that the pharmacokinetic parameters of betamethasone, betamethasone @DRUG$, and betamethasone @DRUG$ were all very similar after a single intramuscular dose was administered.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, @DRUG$, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, @DRUG$, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This issuing nidus on the chase option of dose : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , dejection - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , cryptograph ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( trigger ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , @DRUG$ , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , @DRUG$ , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , indiplon , atomic number  ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - ii b , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort excerption , sunitinib malate ; tadalafil , tanaproget , genus taxus , tiotropium cliche , treprostinil atomic number  ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue , on the following selection alfa drugs : AAV - 1018 , human , aprepitant , eszopiclone hydrochloride ; dutasteride , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate focuses ; , cetuximab Zileuton ciclesonide , clofarabine , Cypher ; Dalbavancin , ; alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , b / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride doxorubicin beta-Methyl-6-chloromelatonin peginterferon Ecogramostim , @DRUG$ , ertapenem sodium , escitalopram , , atomoxetine ; Fenretinide ; Gefitinib , @DRUG$ , ghrelin ( aripiprazole ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib , , indiplon , iodine ( i131 ) tositumomab , irofulven 2 ISS - NGFbeta ; Lasofoxifene , , levodopa / carbidopa / entacapone , liposomal , ; Nemifitide ditriflutate , nesiritide ; Omalizumab darbepoetin Pegfilgrastim , ; alfa - 2a , peginterferon of - , drospirenone ; phVEGF - A165 mesylate pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; , oxalate St. John's Wort extract tartrate sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium CEA-TRICOM Valdecoxib , vardenafil hydrochloride hydrate Satraplatin Ximelagatran ; , .	This issue focuses on the following selection of drugs AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , , cetuximab , ciclesonide , clofarabine , Cypher Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , @DRUG$ , ertapenem sodium , escitalopram oxalate eszopiclone ; Fenretinide ; Gefitinib , @DRUG$ , ghrelin ( human ) ; hMaxi -K human papillomavirus vaccine ; Imatinib mesylate , indiplon iodine i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / / entacapone liposomal doxorubicin ; Nemifitide ditriflutate nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - , phVEGF - A165 pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , hydrochloride hydrate ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	In conclusion, nebivolol and @DRUG$ coadministration led to greater reductions in BP compared with either monotherapy; @DRUG$ and valsartan lower BP through complementary mechanisms.	In conclusion , nebivolol and @DRUG$ coadministration led to greater reductions in BP compared with either monotherapy ; @DRUG$ and diovan lower BP through completing mechanisms .	In conclusion , nebivolol and @DRUG$ coadministration led to greater mechanisms in BP compared with complementary monotherapy ; @DRUG$ and valsartan lower BP through either reductions .	In conclusion , nebivolol and @DRUG$ coadministration led to greater reductions in BP compared with either monotherapy ; @DRUG$ and valsartan BP through complementary .	Nebivolol and @DRUG$ coadministration led to greater reductions in BP compared with either monotherapy.	1
1	In studies of the binding of [3H]@DRUG$ to the protein, with @DRUG$ as a control for competitive inhibition (Ki, 6.6 microM), we found that the macrolide antimitotic agents maytansine and rhizoxin were also competitive inhibitors (Ki values, 3.1 and 12 microM).	In subject field of the binding of [ 3H ] @DRUG$ to the protein , with @DRUG$ as a control for competitive prohibition ( Ki , 6.6 microM ) , we plant that the macrolide antimitotic agentive role maytansine and rhizoxin were also competitive inhibitors ( Ki values , 3.1 and dozen micr oM ) .	In studies of the binding micr [ 3H ] @DRUG$ to the protein , with 3.1 as a control inhibition competitive for ( Ki , 6.6 microM ) that we found , the macrolide antimitotic agents maytansine and rhizoxin were also competitive inhibitors ( Ki values , of and 12 @DRUG$ oM ) .	In studies binding of [ 3H @DRUG$ to the protein , @DRUG$ as a control for competitive inhibition Ki , microM ) , we found macrolide antimitotic agents maytansine and rhizoxin were also inhibitors ( Ki values 3.1 and 12 micr oM ) .	The macrolide antimitotic agents maytansine and rhizoxin are competitive inhibitors of @DRUG$ binding to the protein, with Ki values of 3.1 and 12 microM, respectively.	1
0	We report the X-ray crystallographic structures of the bisphosphonate N-[methyl(4-phenylbutyl)]-3-aminopropyl-1-hydroxy-1,1-bisphosphonate (BPH-210), a potent analog of pamidronate (Aredia), bound to farnesyl diphosphate synthase (FPPS) from Trypanosoma brucei @DRUG$ well as to @DRUG$ synthase from Saccharomyces cerevisiae.	We account the X-ray crystallographic structures of the bisphosphonate N-[ methyl radical ( 4- phenylbutyl ) ]-3-aminopropyl-1-hydroxy -1,1-bisphosphonate ( BPH - 210 ) , a strong analog of pamidronate ( Aredia ) , bound to farnesyl diphosphate synthase ( FPPS ) from Trypanosoma brucei @DRUG$ swell as to @DRUG$ synthase from genus saccharomyces cerevisiae .	We report ) X-ray crystallographic structures of , bisphosphonate N-[ methyl ( 4- phenylbutyl FPPS ]-3-aminopropyl-1-hydroxy -1,1-bisphosphonate ( BPH - 210 ) ) a potent analog of pamidronate ( Aredia the , bound to as diphosphate synthase ( ) the from Trypanosoma brucei @DRUG$ well farnesyl to @DRUG$ synthase from Saccharomyces cerevisiae .	We report the X-ray crystallographic structures of the bisphosphonate N-[ methyl ( phenylbutyl ) ]-3-aminopropyl-1-hydroxy -1,1-bisphosphonate ( BPH - 210 ) , potent analog of pamidronate ( ) , bound to farnesyl diphosphate synthase ( ) from Trypanosoma brucei @DRUG$ well as to @DRUG$ synthase from Saccharomyces cerevisiae .	We have found that the bisphosphonate N-[ methyl ( 4- phenylbutyl ) ]-3-aminopropyl-1-hydroxy -1,1-bisphosphonate ( BPH - 210 ) binds to farnesyl diphosphate synth	1
0	All three fresh isolates became @DRUG$-resistant after 9 to 16 transfers in the presence of @DRUG$ or sucrose plus xylitol, while none of the laboratory strains became xylitol-resistant after 16 transfers in the presence of these sugars.	All three unused isolate become @DRUG$ - resistant after 9 to 16 transfers in the presence of @DRUG$ or sucrose plus xylitol , while none of the laboratory stock become xylitol - resistant after 16 transfers in the presence of these sugars .	All of fresh isolates 16 @DRUG$ - resistant after 9 to became transfers in the presence of @DRUG$ or resistant plus xylitol , while none three the of strains became xylitol - sucrose after 16 transfers in the presence laboratory these sugars .	All three fresh isolates became @DRUG$ - resistant after 9 to 16 transfers in the presence of @DRUG$ or sucrose plus xylitol , none of the laboratory strains xylitol - resistant after 16 transfers in the presence of these sugars .	All three fresh isolates became @DRUG$ - resistant after 9 to 16 transfers in the presence of @DRUG$ or sucrose plus xylitol , while none of the laboratory strains became xylitol - resistant after 16 transfers in the presence of these sugars ."In other words, if	0
0	Compared to tapentadol IR 86 @DRUG$, the prolonged-release characteristics of tapentadol PR 86 mg were evident with a lower Cmax (22.5 ng/ml vs. 64.2 @DRUG$/ml), a longer time to Cmax (5.0 h vs. 1.5 h), a higher half-value duration (HVD: 12.5 h vs. 3.6 h), and a longer mean residence time (MRT: 10.6 h vs. 6.0 h).	Compared to tapentadol IR lxxxvi @DRUG$ , the lengthened - release characteristics of tapentadol PR lxxxvi mg were evident with a down in the mouth Cmax ( 22.5 ng / ml vs. 64.2 @DRUG$ / ml ) , a longsighted prison term to Cmax ( 5.0 total heat vs. 1.5 total heat ) , a high pitched half - prise duration ( HVD : 12.5 total heat vs. 3.6 total heat ) , and a longsighted mean residence prison term ( MRT : 10.6 total heat vs. 6.0 total heat ) .	Compared to tapentadol IR 86 @DRUG$ , the ) - release characteristics of tapentadol PR 86 and were evident with a lower Cmax ( duration ng / ml vs. 64.2 @DRUG$ vs. ml ) , a longer time to Cmax ( 5.0 h vs. 1.5 h ) , a higher half - value 22.5 ( HVD : mg h / 3.6 h prolonged , 12.5 a longer mean residence time ( MRT : 10.6 h vs. 6.0 h ) .	Compared to tapentadol IR @DRUG$ , the - release characteristics of tapentadol PR 86 mg were evident with a lower Cmax ( 22.5 ng / ml vs. 64.2 @DRUG$ / ml ) a time to Cmax ( 5.0 h 1.5 h ) , a higher half - value duration ( HVD : 12.5 h vs. 3.6 h ) and a longer mean residence time ( MRT : 10.6 h vs. 6.0 h ) .	Compared to tapentadol IR 86 @DRUG$, the prolonged-release characteristics of tapentadol PR 86 mg were evident with a lower Cmax (22.5 ng/ml vs. 64.2 @DRUG$/ml), a longer time to Cmax (5.0	0
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (@DRUG$, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, chlortetracycline, oxytetracycline and tetracycline), three antiprotozoal agents (diclazuril, @DRUG$ and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	angstrom unit summary follows of the Committee 's evaluations of toxicological and residual information on a variety of veterinary drugs : fivesome parasiticidal agents ( @DRUG$ , febantel , fenbendazole , oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal agents ( diclazuril , @DRUG$ and nicarbazin ) , peerless glucocorticosteroid ( dexamethasone ) , peerless production aid ( recombinant bovid somatotropic hormone ) and peerless tranquilizing agent ( azaperone ) .	A summary ( , the Committee 's evaluations of ( and residue data on a variety of , drugs aid five anthelminthic agents ( @DRUG$ , febantel , fenbendazole , oxfendazole and moxidectin ) ( seven antimicrobial agents follows gentamicin ) procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal agents toxicological diclazuril , @DRUG$ and nicarbazin ) veterinary one glucocorticosteroid ( dexamethasone ) , one production and ( recombinant bovine somatotropins ) : one tranquilizing agent of azaperone , .	A summary of the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs : five anthelminthic agents ( @DRUG$ , febantel , , oxfendazole moxidectin ) , seven antimicrobial agents ( gentamicin , procaine , sarafloxacin , spectinomycin chlortetracycline , oxytetracycline and tetracycline , three antiprotozoal agents ( diclazuril @DRUG$ and , one glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovine somatotropins ) and one tranquilizing agent ( azaperone ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents (@DRUG$, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamic	1
0	"In several brain regions @DRUG$ is diffusely released by volume transmission and behaves @DRUG$ a neuromodulator rather than as a ""classical"" neurotransmitter."	" in several brain regions @DRUG$ is diffusely released by mass transmission and behaves @DRUG$ a neuromodulator rather than as a " " classical " " neurotransmitter . "	" In several brain regions @DRUG$ is diffusely released by volume transmission " behaves @DRUG$ a neuromodulator rather than as a and " classical " " neurotransmitter . "	" In several brain regions @DRUG$ is diffusely released by volume behaves @DRUG$ a neuromodulator rather than as a classical " " . "	 @DRUG$ is diffusely released by volume transmission and behaves @DRUG$ a neuromodulator rather than as a " " classical " " neurotransmitter .	0
0	Controlled single- or double-blind studies were evaluated to assess the efficacy of @DRUG$ in the treatment of various upper and lower respiratory tract infections, as well @DRUG$ skin and soft tissue infections.	Controlled single - or forked - blind studies were evaluated to assess the efficacy of @DRUG$ in the treatment of various upper and lowly respiratory tract infections , as well @DRUG$ skin and soft tissue paper infections .	Controlled single and or double - blind studies were evaluated various assess the efficacy of @DRUG$ in of treatment the to upper and lower respiratory tract infections , as well @DRUG$ skin - soft tissue infections .	Controlled single - or double - blind studies were evaluated to assess the efficacy of @DRUG$ in the treatment of various upper and lower respiratory tract infections , as well @DRUG$ skin and soft tissue infections	@DRUG$ is effective in the treatment of various upper and lower respiratory tract infections, as well as skin and soft tissue infections, when compared to @DRUG$ in controlled single - or double - blind studies.	0
0	None of the volunteers were folate deficient (i.e. red blood cell folate <136 nmol/l) and only 4.4% (all females) were vitamin B12 deficient (i.e. serum @DRUG$ <150 pmol/@DRUG$).	None of the volunteers were folate substandard ( i.e. red bloodline prison cell folate < 136 nmol / cubic decimetre ) and only 4.4 % ( all females ) were vitamin B12 substandard ( i.e. serum @DRUG$ < 150 pmol / @DRUG$ ) .	) ( the None were folate deficient ( i.e. red blood cell folate < 136 nmol / l volunteers and only 4.4 % were all females ) of vitamin B12 deficient ( i.e. serum @DRUG$ < 150 pmol / @DRUG$ ) .	of the volunteers were folate deficient ( i.e. red blood cell folate < 136 nmol / l ) only 4.4 % ( all females ) were vitamin B12 deficient ( i.e. serum @DRUG$ < 150 pmol / @DRUG$ ) .	None of the volunteers were folate deficient ( i.e. red blood cell folate < 136 nmol / l ) and only 4.4 % ( all females ) were vitamin B12 deficient ( i.e. serum @DRUG$ < 150 pmol / @DRUG$ ) .	0
0	The LMWH, tinzaparin, has been shown in randomised clinical trials to be @DRUG$ effective and safe as @DRUG$ for the initial treatment of venous thromboembolism and in clinical trials, it has been used in place of warfarin for the long-term treatment of deep vein thrombosis.	The LMWH , tinzaparin , has been shown in randomise clinical trials to be @DRUG$ effective and safe as @DRUG$ for the initial intervention of venous thromboembolism and in clinical trials , it has been employ in place of coumadin for the long- terminus intervention of deep vein thrombosis .	The LMWH , tinzaparin , has been shown in randomised clinical trials and term @DRUG$ effective and safe as @DRUG$ for the initial treatment of venous thromboembolism to in clinical trials for it has vein used in place of warfarin , the long- be treatment of deep been thrombosis .	The LMWH , tinzaparin , has been shown in randomised clinical trials to be @DRUG$ effective and safe as @DRUG$ for the initial treatment of venous and in clinical trials , it has been used in place of warfarin for the long- term treatment of deep vein thrombosis .	The LMWH, tinzaparin, has been shown in randomised clinical trials to be effective and safe as @DRUG$ for the initial treatment of venous thromboembolism and in clinical trials, it has been used in place of warfarin for the long-term treatment	1
0	Atomoxetine inhibited binding of radioligands to clonal cell lines transfected with human @DRUG$, serotonin (5-HT) and @DRUG$ (DA) transporters with dissociation constants (K(i)) values of 5, 77 and 1451 nM, respectively, demonstrating selectivity for NE transporters.	Atomoxetine inhibited binding of radioligands to clonal cell lines transfected with human @DRUG$ , serotonin ( 5 - HT ) and @DRUG$ ( DA ) transporters with disassociation invariable ( K ( i ) ) valuate of 5 , 77 and 1451 nm , severally , demonstrating selectivity for NE transporters .	Atomoxetine inhibited binding of K to clonal cell , transfected with human @DRUG$ , serotonin ( 5 - HT with respectively @DRUG$ ( DA ) transporters ) dissociation constants ( radioligands ( i ) ) values of and , 77 and 1451 nM , 5 lines demonstrating selectivity for NE transporters .	Atomoxetine inhibited binding of to clonal cell lines transfected with @DRUG$ , serotonin ( 5 - HT ) and @DRUG$ ( DA ) transporters with dissociation constants ( K ( i ) values of 5 , 77 and nM , respectively , demonstrating selectivity for NE transporters .	Atomoxetine inhibited binding of radioligands to clonal cell lines transfected with human @DRUG$ and @DRUG$ transporters with dissociation constants ( K ( i ) ) values of 5 and 1451 nM , respectively , demonstrating selectivity for NE transpor	0
1	Plasma protein binding is variable with valproate (90%), clobazam (85%) and @DRUG$ (86%) showing substantial binding, lamotrigine (55%) and @DRUG$ (50%) intermediate binding, and levetiracetam (0%), ethosuximide (0%) and topiramate (10%) being minimally bound.	Plasma protein binding is variable with valproate ( ninety % ) , clobazam ( 85 % ) and @DRUG$ ( lxxxvi % ) showing substantial binding , lamotrigine ( fifty five % ) and @DRUG$ ( l % ) intermediate binding , and levetiracetam ( 0 % ) , zarontin ( 0 % ) and topiramate ( 10 % ) being minimally oblige .	0 protein binding being variable % valproate ( % % ) , clobazam ( 85 with ) 50 @DRUG$ ( 86 % ) showing substantial binding , lamotrigine ( 55 % ) and @DRUG$ ( and % 10 intermediate binding , and levetiracetam ( Plasma 90 ) , ethosuximide ( 0 % ) and topiramate ( ) % ) is minimally bound .	Plasma protein binding variable with valproate ( 90 ) , clobazam ( 85 % ) and @DRUG$ ( 86 % showing substantial binding , lamotrigine ( % ) and @DRUG$ ( 50 % ) intermediate binding , and levetiracetam ( 0 % ) , ethosuximide ( 0 % and topiramate ( % ) being minimally bound .	@DRUG$ is highly bound to plasma proteins, while @DRUG$ is only minimally bound.	0
0	This report reviews the safety of Aluminum, Calcium, Lithium Magnesium, Lithium Magnesium Sodium, Magnesium Aluminum, Magnesium, Sodium Magnesium, and Zirconium Silicates, Magnesium Trisilicate, @DRUG$, Bentonite, Fuller's Earth, Hectorite, Kaolin, @DRUG$, Pyrophyllite, and Zeolite as used in cosmetic formulations.	This report reviews the safety of Aluminum , Calcium , atomic number  Magnesium , atomic number  Magnesium Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium silicate , Magnesium Trisilicate , @DRUG$ , bentonite , Fuller 's Earth , Hectorite , Kaolin , @DRUG$ , Pyrophyllite , and Zeolite as ill used in cosmetic expression .	This report , the safety of Aluminum Calcium , used Lithium Magnesium Sodium Lithium Magnesium , , Magnesium Aluminum reviews Magnesium , , Magnesium , and Zirconium Silicates , Magnesium Trisilicate , @DRUG$ Sodium Bentonite , Fuller 's Earth , Hectorite , Kaolin , @DRUG$ , Pyrophyllite , and Zeolite as , in cosmetic formulations .	This report reviews the safety Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , Zirconium Silicates , Magnesium , @DRUG$ , , Fuller 's Earth , , Kaolin , @DRUG$ , Pyrophyllite , and Zeolite as used in cosmetic formulations .	This report reviews the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , @DRUG$ , Bentonite , Fuller 's Earth ,	1
0	Our results @DRUG$ prespecified criteria for the noninferiority of @DRUG$.	Our results @DRUG$ prespecified touchstone for the noninferiority of @DRUG$ .	criteria results @DRUG$ prespecified Our for the noninferiority of @DRUG$ .	Our results @DRUG$ prespecified criteria the noninferiority of @DRUG$ .	Our results showed that @DRUG$ met prespecified criteria for the noninferiority of @DRUG$ .	0
0	We defined the renal threshold for @DRUG$ reabsorption @DRUG$ the lowest blood glucose level that correlated with the first detectable appearance of urine glucose.	We defined the renal threshold for @DRUG$ reabsorption @DRUG$ the lowest blood glucose level that correlate with the first detectable visual aspect of urine glucose .	We defined the renal threshold for @DRUG$ reabsorption @DRUG$ the lowest blood the level that correlated with urine first detectable appearance of glucose glucose .	We defined the renal threshold for @DRUG$ reabsorption @DRUG$ the blood glucose correlated with the first detectable appearance of glucose .	The renal threshold for @DRUG$ reabsorption is the lowest blood glucose level that correlates with the first detectable appearance of urine glucose .	1
0	Phentolamine, an @DRUG$ receptor antagonist, completely blocked the central neuroexcitation by @DRUG$ and octopamine, but was essentially ineffective against hyperexcitation by propoxur and 4-aminopyridine, a potassium channel blocker.	Phentolamine , an @DRUG$ receptor antagonist , completely blocked the central neuroexcitation by @DRUG$ and octopamine , but was essentially ineffective against hyperexcitation by propoxur and quartet - aminopyridine , a k transmission channel blocker .	Phentolamine 4 an @DRUG$ receptor antagonist , and blocked the central neuroexcitation by @DRUG$ and octopamine , but was essentially ineffective against aminopyridine by propoxur completely , - hyperexcitation , a potassium channel blocker .	Phentolamine , an @DRUG$ receptor antagonist , completely blocked the central by @DRUG$ and octopamine , but was essentially ineffective against hyperexcitation by propoxur and 4 - aminopyridine a potassium channel blocker .	Phentolamine blocks the central neuroexcitation caused by @DRUG$ and octopamine, but is ineffective against hyperexcitation caused by propoxur and 4-aminopyridine.	1
0	Aceclofenac-CR treated patients took fewer @DRUG$ and ranitidine tablets during the treatment period @DRUG$ compared to conventional aceclofenac treated patients.	Aceclofenac -CR treated patients took fewer @DRUG$ and zantac tablets during the treatment period @DRUG$ compared to formal aceclofenac treated patients .	Aceclofenac tablets treated patients took fewer @DRUG$ and aceclofenac -CR during the treatment period @DRUG$ compared to conventional ranitidine treated patients .	Aceclofenac -CR treated patients took fewer @DRUG$ and ranitidine tablets during the treatment period @DRUG$ compared to conventional aceclofenac treated patients .	Aceclofenac -CR treated patients took fewer @DRUG$ and ranitidine tablets during the treatment period @DRUG$ compared to conventional aceclofenac treated patients ."In other words, DRUGA and DRUGB are related in that DRUGA is associated	0
0	Treatment lasted 8 weeks: 3 weeks of flexible dosing according to investigator's judgment (10 mg, 20 mg, or 40 mg a day of @DRUG$; 100 mg, 200 mg or 400 @DRUG$ a day of modafinil) followed by 5 weeks of stable dosing.	Treatment lasted 8 workweek : triad workweek of pliant dosing according to investigator 's judgment ( 10 mg , twenty mg , or 40 mg a day of @DRUG$ ; 100 mg , 200 mg or cd @DRUG$ a day of modafinil ) followed by 5 workweek of stable dosing .	Treatment lasted 8 dosing : 3 weeks of flexible weeks according to investigator weeks judgment ( 10 mg , 20 mg , or 40 mg a day of @DRUG$ dosing 100 mg , 200 mg or 400 @DRUG$ a 5 of modafinil ) followed 's day by of stable ; .	Treatment lasted 8 weeks : 3 weeks of flexible dosing according investigator 's judgment ( 10 mg , 20 mg , or 40 mg a day of @DRUG$ ; 100 mg , mg or 400 @DRUG$ a day of modafinil ) by 5 weeks of stable dosing .	For the first 3 weeks of treatment, the dosage of @DRUG$ was flexible, depending on the judgement of the investigator. For the next 5 weeks, the dosage of DRUGA was stable.	1
0	In this study, dihydroergotoxine (30 microM) was added to incubates of rat and bovine liver microsomes, and the resulting major metabolites were identified @DRUG$ hydroxy-dihydroergocornine, hydroxy-dihydroergocryptine and hydroxy-@DRUG$ on the basis of molecular mass measurements, determined with a time-of-flight mass spectrometer.	In this study , dihydroergotoxine ( xxx microM ) was tot to incubates of scum bag and bovine liver microsomes , and the lead major metabolites were identified @DRUG$ hydroxy - dihydroergocornine , hydroxy - dihydroergocryptine and hydroxy - @DRUG$ on the basis of molecular mass measurements , determined with a time - of- flight mass mass spectrometer .	In this study was dihydroergotoxine ( 30 microM hydroxy , added to incubates of rat and bovine liver microsomes , flight the resulting major metabolites were identified @DRUG$ ) - dihydroergocornine a hydroxy - of and hydroxy - @DRUG$ on the basis dihydroergocryptine molecular mass measurements , determined with , time - of- and mass spectrometer .	In this study , dihydroergotoxine ( 30 microM ) was added to incubates of rat and bovine microsomes the major metabolites identified @DRUG$ hydroxy - dihydroergocornine , hydroxy - dihydroergocryptine - @DRUG$ on the basis of molecular mass , determined with a time - of- flight mass spectrometer .	@DRUG$ is a metabolite of @DRUG$.	0
0	@DRUG$-115 induced retraction and rounding of cell bodies @DRUG$ well as disruption of actin bundles in TM cells.	@DRUG$ - 115 induced retraction and brush up of cell bodies @DRUG$ well as disruption of actin bundles in atomic number  cells .	@DRUG$ - 115 rounding retraction and of of cell bodies @DRUG$ well as disruption induced actin bundles in TM cells .	@DRUG$ - 115 induced retraction and rounding of cell bodies @DRUG$ well as disruption of actin bundles in TM cells .	@DRUG$ causes retraction and rounding of cell bodies, as well as disruption of actin bundles in TM cells.	1
0	Interestingly, Taxotere treatment per se also led to decreased steady state level of Raf-1 protein in @DRUG$-3 and Aspc-1 tumor tissues (i.v., 10 @DRUG$/kg/dose, x1 or 7.5 mg/kg/dose, x2; around 25-80%, n=2/6).	Interestingly , Taxotere treatment per se also led to minify unfluctuating state plane of Raf-1 protein in @DRUG$ - 3 and Aspc - 1 tumour tissues ( i.v. , 10 @DRUG$ / kg / dose , x1 or 7.5 mg/kg / dose , x2 ; around twenty five - 80 % , n= 2/6 ) .	Interestingly , Taxotere % per se also led to decreased steady state level dose Raf-1 protein in @DRUG$ - 3 and / @DRUG$ 1 tumor tissues ( i.v. , 10 - Aspc kg / of treatment x1 or 7.5 mg/kg / dose , x2 ; around 25 - 80 , , n= 2/6 ) .	Interestingly , Taxotere treatment per se also led to steady state level of protein in @DRUG$ - 3 and Aspc - 1 tumor tissues ( i.v. , 10 @DRUG$ / kg / dose , x1 or 7.5 mg/kg / dose , x2 ; 25 - 80 % , n= 2/6 .	Interestingly, Taxotere treatment per se also led to decreased steady state level of Raf-1 protein in @DRUG$-3 and Aspc-1 tumor tissues (i.v., 10 @DRUG$/kg/dose, x1 or 7.5 mg/kg/dose, x	0
0	Cats were allocated randomly to 1 of 3 treatment groups: group 1 (1.0 to 2.4 mg of robenacoxib/kg, q 24 h), group 2 (1.0 to 2.4 @DRUG$ of @DRUG$/kg, q 12 h [daily dosage, 2.0 to 4.8 mg/kg]), and group 3 (ketoprofen [mean dosage, 1 mg/kg, q 24 h]).	Cats were allocate randomly to 1 of 3 treatment mathematical group : group 1 ( 1.0 to 2.4 atomic number  of robenacoxib / kilo , q 24 h ) , group ii ( 1.0 to 2.4 @DRUG$ of @DRUG$ / kilo , q 12 h [ day after day dosage , 2.0 to 4.8 atomic number  / kilo ] ) , and group 3 ( ketoprofen [ beggarly dosage , 1 atomic number  / kilo , q 24 h ] ) .	Cats were allocated , to q of 3 treatment groups : mg 1 ( 1.0 to 2.4 mg of robenacoxib / kg , q 24 ] ketoprofen , group 2 ( 1.0 to 2.4 @DRUG$ of @DRUG$ / kg , q 12 24 [ daily dosage , 2.0 to 4.8 group / kg 1 ) , and group 3 ( ) [ mean dosage randomly ] mg / kg , 1 h h h ) .	Cats were allocated randomly to 1 3 treatment groups : group 1 1.0 to 2.4 mg of robenacoxib / , q 24 h ) , group 2 ( 1.0 to @DRUG$ of @DRUG$ / kg , q 12 h [ daily dosage , 2.0 to 4.8 mg / ] ) , and group 3 ( ketoprofen [ dosage , mg / kg , q 24 h ] ) .	Group 1 received 1.0 to 2.4 mg of robenacoxib per kg, q 24 hours. Group 2 received 1.0 to 2.4 mg of @DRUG$ per kg, q 12 hours. Group 3 received ketoprofen at a mean dosage of 1 mg	1
0	Also, the double lipoxygenation and bond-isomerization of DHA into 10(S),17(S)-docosahexa-4Z,7Z,11E,13Z,15E,19Z-enoic acid, named @DRUG$, by @DRUG$ lipoxygenase is described.	likewise , the double lipoxygenation and bond-isomerization of DHA into  ( sulphur ) ,17 ( sulphur ) - docosahexa - 4Z,7Z,11E,13Z,15E,19Z-enoic acid , named @DRUG$ , by @DRUG$ lipoxygenase is described .	,17 , the ( lipoxygenation and bond-isomerization of DHA into 10 , S ) Also ( S ) - docosahexa - 4Z,7Z,11E,13Z,15E,19Z-enoic acid double named @DRUG$ , by @DRUG$ lipoxygenase is described .	Also the lipoxygenation and bond-isomerization of into ( S ,17 ( S ) - docosahexa - acid , named @DRUG$ , by @DRUG$ lipoxygenase is described .	@DRUG$ is a product of the double lipoxygenation and bond-isomerization of DHA into 10 ( S ) ,17 ( S ) - docosahexa - 4Z,7Z,11E,13Z,15E,19Z-enoic acid,	1
0	However, the usefulness of XP @DRUG$ compared with S-1 plus @DRUG$ (SP), which is considered standard therapy in Japan, has not yet been assessed.	nonetheless , the usefulness of XP @DRUG$ compared with S- 1 plus @DRUG$ ( SP ) , which is deal touchstone therapy in Japan , has not yet been assessed .	However , the usefulness of XP @DRUG$ compared in S- 1 plus @DRUG$ ( SP ) , which is considered not therapy with Japan , standard has yet been assessed .	However , the usefulness of XP @DRUG$ compared with S- plus @DRUG$ ( SP ) , which is considered standard therapy in Japan , has yet been assessed .	XP @DRUG$ is not as effective as S- 1 plus @DRUG$ ( SP ) , which is the standard therapy in Japan .	0
0	In this article, the authors endeavour to present concise data on cannabis pharmacology related to @DRUG$ (THC), @DRUG$ (CBD) et al., methods of administration (smoking, vaporisation, oral), and dosing recommendations.	In this clause , the authors endeavour to present concise data on marihuana pharmacology related to @DRUG$ ( thc ) , @DRUG$ ( CBD ) et al. , methods of governance ( smoking , vaporisation , oral ) , and dosing recommendations .	, this article , the authors endeavour dosing present recommendations data on cannabis pharmacology related to @DRUG$ ( THC ) , @DRUG$ ( CBD ) et al. , methods of administration to smoking In vaporisation , oral ) , and ( concise .	In this article , the authors endeavour present concise data on cannabis pharmacology related to @DRUG$ THC ) , @DRUG$ ( CBD ) et al. methods of administration ( smoking , vaporisation , oral ) , and dosing recommendations .	The authors present data on the pharmacology of cannabis, including the effects of THC and CBD, and how to best administer the drug. They also provide dosage recommendations.	1
0	Here, we investigated the efficacy of a competitive NA transporter inhibitor (@DRUG$) and a noncompetitive NA transporter inhibitor peptide, Xen2174, isolated from the Pacific cone @DRUG$, to treat tactile hypersensitivity following paw incisional surgery.	Here , we inquire the efficacy of a militant sodium transporter inhibitor ( @DRUG$ ) and a noncompetitive sodium transporter inhibitor peptide , Xen2174 , isolated from the pacific ocean cone @DRUG$ , to treat tactile hypersensitivity following paw incisional surgery .	Here , we investigated a efficacy of the competitive NA transporter inhibitor ( @DRUG$ ) and NA noncompetitive a transporter inhibitor peptide to Xen2174 , isolated from the Pacific cone @DRUG$ , paw treat tactile hypersensitivity following , incisional surgery .	Here , we investigated the efficacy of a NA inhibitor ( @DRUG$ ) and a noncompetitive NA transporter inhibitor peptide , Xen2174 , isolated from the Pacific cone @DRUG$ , to hypersensitivity following paw incisional surgery	We investigated how effective two different types of drugs are at treating tactile hypersensitivity following surgery. One drug inhibits a specific type of transporter that helps transport the neurotransmitter norepinephrine (NA) into nerve cells, while the other drug inhibits all types of NA transporters. We found that the	1
1	In a small number of double-blind comparative trials, trandolapril had similar antihypertensive efficacy to that of atenolol, enalapril, hydrochlorothiazide, lisinopril and sustained release @DRUG$, but was more effective than @DRUG$.	In a small keep down of double - blind comparative trials , trandolapril had similar antihypertensive efficacy to that of atenolol , vasotec , hydrochlorothiazide , lisinopril and keep release @DRUG$ , but was more effective than @DRUG$ .	hydrochlorothiazide a small number of comparative - blind double trials , trandolapril had similar antihypertensive efficacy to that of atenolol , lisinopril , In , enalapril and sustained release @DRUG$ , but was more effective than @DRUG$ .	In a small number of double - blind comparative , trandolapril had similar antihypertensive efficacy to that of atenolol , enalapril , hydrochlorothiazide , lisinopril and sustained release @DRUG$ , was more effective than @DRUG$	In a small number of double - blind comparative trials , trandolapril was found to be more effective than atenolol , enalapril , hydrochlorothiazide , lisinopril and sustained release @DRUG$ .	1
1	As of November 2018, 4 antibody therapeutics (sacituzumab govitecan, ravulizumab, risankizumab, @DRUG$) were being considered for their first marketing approval in the EU or US, and an additional 3 antibody therapeutics developed by Chinese companies (tislelizumab, sintilimab, @DRUG$) were in regulatory review in China.	As of November 2018 , 4 antibody therapeutics ( sacituzumab govitecan , ravulizumab , risankizumab , @DRUG$ ) were being considered for their first market approval in the EU or US , and an extra 3 antibody therapeutics developed by Chinese companies ( tislelizumab , sintilimab , @DRUG$ ) were in regulative go over in china .	As of November 2018 , 4 antibody therapeutics ( or govitecan review ravulizumab , risankizumab , @DRUG$ ) were being considered for their first marketing approval in the EU and US , regulatory an , 3 antibody therapeutics developed by Chinese companies ( tislelizumab , sintilimab , @DRUG$ ) were in sacituzumab additional in China .	As of November 2018 , 4 antibody therapeutics sacituzumab govitecan , ravulizumab , , @DRUG$ were considered for their first marketing approval the EU US and an 3 therapeutics developed by Chinese companies ( tislelizumab , sintilimab @DRUG$ ) were in regulatory review in .	There are currently 7 antibody therapeutics being considered for marketing approval, 4 of which are from the US or EU, and 3 of which are from Chinese companies.	1
0	Torasemide produces a more prolonged @DRUG$ and electrolyte excretion than equipotent diuretic doses of @DRUG$ (frusemide), but does not increase kaliuresis to the same extent.	Torasemide produces a more prolonged @DRUG$ and electrolyte excretion than equipotent diuretic doses of @DRUG$ ( frusemide ) , but does not step up kaluresis to the same extent .	Torasemide produces a more increase @DRUG$ and electrolyte excretion extent equipotent diuretic doses of @DRUG$ ( frusemide ) , but does not prolonged kaliuresis to the same than .	Torasemide produces a more prolonged @DRUG$ and electrolyte excretion than equipotent diuretic doses of @DRUG$ ( frusemide ) , but does not increase kaliuresis to the same extent .	Torasemide produces a more prolonged @DRUG$ and electrolyte excretion than equipotent diuretic doses of @DRUG$ ( frusemide ) .	0
0	After the initial biopsy, subjects ingested 20 g x d(-1) of creatine monohydrate, 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose, or 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose + 1000 @DRUG$ x d(-1) of @DRUG$ for 5 days.	afterwards the initial biopsy , depicted object ingest twenty g x d ( - single ) of creatine monohydrate , twenty g x d ( - single ) of creatine monohydrate + 100 g x d ( - single ) of sucrose , or twenty g x d ( - single ) of creatine monohydrate + 100 g x d ( - single ) of sucrose + k @DRUG$ x d( - single ) of @DRUG$ for phoebe days .	After the initial creatine , subjects ( 20 g x d ( - 1 ) of creatine d , 20 g x monohydrate ingested - 1 ) of biopsy monohydrate + 100 g x d ( - 1 ) of of , or 20 g x d ( - 1 ) sucrose 1 monohydrate + of g x d ( - of ) creatine sucrose + 1000 @DRUG$ x d( - 1 ) 100 @DRUG$ for 5 days .	After initial biopsy , subjects ingested 20 g x d ( - 1 ) of creatine monohydrate , g x d ( - 1 ) of creatine + 100 x d ( - 1 ) of sucrose , or 20 g d ( - 1 ) creatine monohydrate + 100 g x d ( - 1 ) of sucrose + 1000 @DRUG$ x d( - 1 ) of @DRUG$ for 5 days .	Subjects who ingested 20 g x d ( - 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose + 1000 @DRUG$ x d( - 1 ) of @DRUG$ for 5 days had a significantly greater increase in muscle creatine content than those who ingested 20	0
0	Compared with adjusted mean changes for placebo, the 15-@DRUG$ @DRUG$ dose lowered clinic systolic BP, but not diastolic BP.	Compared with adjusted mean changes for placebo , the  - @DRUG$ @DRUG$ dose lour clinic systolic BP , but not diastolic BP .	Compared with - mean changes for placebo , the 15 adjusted @DRUG$ @DRUG$ dose lowered clinic systolic BP , not but diastolic BP .	Compared adjusted mean changes for placebo , 15 - @DRUG$ @DRUG$ dose lowered clinic systolic BP , but diastolic BP .	Compared with placebo, the 15-@DRUG$/@DRUG$ dose lowered clinic systolic BP, but not diastolic BP.	0
0	Mean Fel @DRUG$ 1 exposure during the @DRUG$ was 6.2 +/- 2.21 ng/m(3).	Mean Fel @DRUG$ 1 picture during the @DRUG$ was 6.2 +/- 2.21 ng /m( 3 ) .	Mean Fel @DRUG$ 1 exposure during the @DRUG$ was 6.2 +/- 2.21 ng /m( ) 3 .	Mean Fel @DRUG$ 1 exposure during the @DRUG$ was 6.2 +/- 2.21 /m( 3 )	The mean exposure to Fel @DRUG$ 1 was 6.2 +/- 2.21 ng /m( 3 ) during the time that @DRUG$ was being taken.	0
0	@DRUG$ serves, with @DRUG$, as a major nontoxic interorgan ammonia carrier.	@DRUG$ serves , with @DRUG$ , as a major atoxic interorgan ammonia carrier .	@DRUG$ serves with , @DRUG$ , as a major nontoxic interorgan ammonia carrier .	@DRUG$ serves , with @DRUG$ , as a major nontoxic interorgan ammonia carrier .	@DRUG$ helps to move ammonia around the body, and @DRUG$ is a major component of this process.	0
0	The beta-lactam beta-lactamase inhibitor combinations (ampicillin/clavulanate, ampicillin/sulbactam, ticarcillin/@DRUG$ and piperacillin/@DRUG$) were tested against selected inhibitor-resistant class A beta-lactamases of the TEM and OHIO-1 varieties.	The beta-lactam beta lactamase inhibitor combinations ( ampicillin / clavulanate , ampicillin / sulbactam , ticarcillin / @DRUG$ and piperacillin / @DRUG$ ) were tested against pick out inhibitor -resistant class angstrom unit beta-lactamases of the TEM and oh - 1 varieties .	The beta-lactam beta-lactamases the combinations ( ampicillin / clavulanate tested ampicillin / sulbactam , ticarcillin / @DRUG$ and piperacillin / @DRUG$ ) were , against TEM inhibitor -resistant class A beta-lactamase of inhibitor selected and OHIO - 1 varieties .	The beta-lactam inhibitor combinations ( ampicillin / clavulanate , ampicillin / sulbactam , ticarcillin / @DRUG$ and piperacillin / @DRUG$ ) were tested against selected inhibitor -resistant class A beta-lactamases of the and OHIO 1 varieties .	The beta-lactam beta-lactamase inhibitor combinations ( ampicillin / clavulanate , ampicillin / sulbactam , ticarcillin / @DRUG$ and piperacillin / @DRUG$ ) were tested against selected inhibitor -resistant class	0
0	@DRUG$ was conjugated to inactive glucuronides and a previously unidentified @DRUG$.	@DRUG$ was conjugated to inactive glucuronides and a previously unnamed @DRUG$ .	@DRUG$ was conjugated to inactive glucuronides and previously a unidentified @DRUG$ .	@DRUG$ was conjugated to inactive glucuronides and a unidentified @DRUG$ .	@DRUG$ was chemically altered (conjugated) to inactive molecules, and a previously unidentified molecule (@DRUG$) was also created.	0
0	The administration of 800 @DRUG$ oral TE daily combined with @DRUG$ for 28 days significantly suppresses gonadotropins without untoward side effects and might have utility as part of a male hormonal contraceptive regimen.	The administration of 800 @DRUG$ viva TE daily combined with @DRUG$ for twenty eight solar day significantly suppresses gonadotropins without untoward side effects and might have utility as part of a male hormonal contraceptive regimen .	800 administration of days @DRUG$ oral TE daily combined with @DRUG$ for The 28 significantly suppresses gonadotropins without untoward side effects and might have utility as part of a male hormonal contraceptive regimen .	The administration of 800 @DRUG$ oral TE daily combined with @DRUG$ for 28 days significantly suppresses gonadotropins without untoward side effects and might have as part of a male hormonal contraceptive regimen	When @DRUG$ is taken orally every day for 28 days, it significantly suppresses gonadotropins without any untoward side effects. This might have utility as part of a male hormonal contraceptive regimen.	1
0	@DRUG$ and N-desmethylsertraline in plasma and @DRUG$ were measured by high-performance liquid chromatography over a 24 h dose interval at steady-state.	@DRUG$ and N-desmethylsertraline in plasma and @DRUG$ were measured by high- execution liquid chromatography over a  h dose interval at steady -state .	@DRUG$ and N-desmethylsertraline in plasma and @DRUG$ were measured at high- performance liquid chromatography a over 24 h dose interval by steady -state .	@DRUG$ and N-desmethylsertraline in plasma and @DRUG$ were measured by high- performance liquid chromatography over a dose interval steady -state .	The concentration of @DRUG$ in the plasma was measured, as well as the concentration of N-desmethylsertraline (the active ingredient in DRUGA). This was done over a 24 hour period, to see how the two drugs related to each other at a steady state.	1
1	Ocaperidone inhibited dopamine agonist (apomorphine, @DRUG$ or cocaine)-induced behavioral effects at low doses (0.014-0.042 mg/kg) and was, thereby, equipotent with @DRUG$ (0.016-0.024 mg/kg) and 2.0 to 8.3 times more potent than risperidone.	Ocaperidone inhibited intropin agonist ( apomorphine , @DRUG$ or cocain ) - induced behavioural effects at low doses ( 0.014-0.042 mg / kilo ) and was , thereby , equipotent with @DRUG$ ( 0.016-0.024 mg / kilo ) and 2.0 to 8.3 times more potent than risperidone .	Ocaperidone inhibited dopamine agonist ( apomorphine , @DRUG$ mg cocaine ) - induced behavioral effects at low doses ( 0.014-0.042 and / kg ) and was than thereby , equipotent with @DRUG$ ( 0.016-0.024 mg , kg ) or 2.0 to 8.3 times more potent / risperidone .	Ocaperidone inhibited dopamine agonist ( apomorphine , @DRUG$ cocaine ) - induced behavioral at low doses ( 0.014-0.042 mg / kg ) and was , thereby , equipotent with @DRUG$ ( 0.016-0.024 mg / kg ) and 2.0 to 8.3 times more potent than risperidone .	Ocaperidone inhibited dopamine agonist ( apomorphine , @DRUG$ or cocaine ) - induced behavioral effects at low doses ( 0.014-0.042 mg / kg ) and was , thereby , equipotent with @DRUG$ ( 0.016-0.024 mg	0
0	@DRUG$ (Mentha piperita) is a plant native to Europe and has been widely used @DRUG$ a carminative and gastric stimulant worldwide.	@DRUG$ ( mentha piperita ) is a institute native to Europe and has been widely used @DRUG$ a carminative and gastric stimulant worldwide .	@DRUG$ a Mentha piperita ) is ( plant native to been and has Europe widely used @DRUG$ a carminative and gastric stimulant worldwide .	@DRUG$ ( Mentha ) is a plant native to Europe and has been widely used @DRUG$ carminative and gastric stimulant worldwide .	@DRUG$ is a plant that has been used as a carminative and gastric stimulant worldwide. @DRUG$ is a substance that is derived from DRUGA and is used to treat carminative and gastric problems.	0
1	In adults with IDO, propiverine demonstrated similar efficacy to that of other antimuscarinic agents (including solifenacin, tolterodine, oxybutynin and @DRUG$) and, in adults with NDO, propiverine and @DRUG$ demonstrated similar efficacy.	inwards adults with ido , propiverine demonstrated alike efficacy to that of other antimuscarinic agents ( including solifenacin , tolterodine , oxybutynin and @DRUG$ ) and , in adults with NDO , propiverine and @DRUG$ demonstrated alike efficacy .	In adults other of , propiverine demonstrated similar efficacy to that IDO with ( agents antimuscarinic including solifenacin , tolterodine , oxybutynin and @DRUG$ ) and , in adults with NDO , propiverine and @DRUG$ demonstrated similar efficacy .	In adults with IDO , propiverine demonstrated similar efficacy to that of other antimuscarinic agents ( including solifenacin , tolterodine , oxybutynin and @DRUG$ ) , in adults with NDO , propiverine @DRUG$ demonstrated efficacy	In adults with IDO, propiverine demonstrated similar efficacy to that of other antimuscarinic agents (including solifenacin, tolterodine, oxybutynin and @DRUG$) and, in adults with NDO, propiverine and @DRUG$ demonstrated	0
0	RESULTS: @DRUG$ co-administration significantly decreased [3H]-@DRUG$ AUC0-48h and Cmax, and increased CL/F and Vd/F of [3H]-cholesterol as compared to controls in a dose-dependent manner.	RESULTS : @DRUG$ co-administration importantly decreased [ 3H ] - @DRUG$ AUC0 - 48h and Cmax , and increased CL / f and Vd / f of [ 3H ] - cholesterol as compared to ascertain in a dose-dependent fashion .	RESULTS : @DRUG$ co-administration CL decreased and / ] - @DRUG$ AUC0 - - and Cmax , [ increased significantly 3H F and Vd / F of [ 3H ] 48h cholesterol as compared to controls in a dose-dependent manner .	RESULTS : @DRUG$ co-administration significantly decreased [ 3H ] - @DRUG$ AUC0 - Cmax , and increased CL / F and Vd / of [ 3H ] - cholesterol as compared to controls in a dose-dependent manner .	The co-administration of @DRUG$ significantly decreased the absorption of @DRUG$, increased its clearance, and increased its volume of distribution.	0
0	For treatment of seasonal allergic rhinitis, loratadine combined with pseudoephedrine may be preferable to triprolidine-@DRUG$ and @DRUG$-pseudoephedrine combinations that require more frequent dosing.	For treatment of seasonal sensitised rhinitis , loratadine combined with pseudoephedrine english hawthorn be preferable to triprolidine - @DRUG$ and @DRUG$ - pseudoephedrine combinations that require more frequent dosing .	For treatment of seasonal allergic rhinitis that loratadine combined , pseudoephedrine may be preferable to triprolidine - @DRUG$ and @DRUG$ - pseudoephedrine combinations with require more frequent dosing .	treatment of seasonal allergic rhinitis , loratadine combined with pseudoephedrine may be preferable to triprolidine - @DRUG$ and @DRUG$ - pseudoephedrine combinations require more dosing .	For treatment of seasonal allergic rhinitis, loratadine combined with pseudoephedrine may be preferable to triprolidine-pseudoephedrine combinations that require more frequent dosing.	1
0	For 40% fT>MIC and >97.5% PTA, the breakpoints were 0.125 mg/L (500 mg twice daily), 0.25 mg/L (250 mg three times daily and 875 @DRUG$ twice daily), 0.5 mg/@DRUG$ (500 mg three times daily) and 1 mg/L (750, 875 or 1000 mg three times daily and 500 mg four times daily).	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / litre (  mg doubly day to day ) , 0.25 mg / litre ( 250 mg three clip day to day and 875 @DRUG$ doubly day to day ) , 0.5 mg / @DRUG$ (  mg three clip day to day ) and i mg / litre ( 750 , 875 or thou mg three clip day to day and  mg four clip day to day ) .	twice 40 % fT>MIC mg > L % PTA , the breakpoints were 0.125 mg / L ( 500 and 250 daily ) , 0.25 mg / 97.5 ( twice mg three 500 daily and 875 @DRUG$ , daily ) , 0.5 mg / @DRUG$ ( times mg three times daily ) and times mg / L ( 750 For 875 or 1000 mg three times daily and 500 mg four 1 daily ) .	For 40 % fT>MIC and > % PTA , breakpoints were 0.125 mg / L ( 500 mg twice ) , 0.25 mg / L ( 250 mg three times daily 875 @DRUG$ twice daily ) , 0.5 mg / @DRUG$ 500 mg three times daily ) and 1 mg / L ( 750 , 875 or mg times daily and mg four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / L ( 500 mg twice daily ) , 0.25 mg / L ( 250 mg three times daily and 875 @DRUG$ twice daily ) , 0.5 mg /	1
0	Steady-state was reached within three months giving therapeutic plasma levels in the @DRUG$ range @DRUG$ those found during oral treatment with haloperidol.	Steady -state was reached inside three months giving therapeutic plasm levels in the @DRUG$ range @DRUG$ those found during oral treatment with haloperidol .	during -state was three within reached months giving therapeutic plasma levels in the @DRUG$ range @DRUG$ those found Steady oral treatment with haloperidol .	Steady -state was reached within three months giving therapeutic plasma levels in the @DRUG$ range @DRUG$ those found during oral treatment with haloperidol .	The two drugs reached a steady state within three months, and the therapeutic plasma levels for @DRUG$ were found to be in the same range as those found during oral treatment with haloperidol.	1
0	Doses were administered in @DRUG$ at a volume not exceeding 300 &mgr;@DRUG$. All rats survived to the end of the study.	Doses were administered in @DRUG$ at a volume not exceeding 300 &mgr ; @DRUG$ . completely rats exist to the end of the study .	Doses not administered in @DRUG$ the a volume were exceeding 300 &mgr ; @DRUG$ . All rats survived to at end of the study .	Doses were administered in @DRUG$ at a volume not exceeding 300 &mgr ; @DRUG$ . All rats survived to end of study .	Doses were administered in @DRUG$ at a volume not exceeding 300 &mgr ; @DRUG$ . All rats survived to the end of the study ."In other words, the relationship between DRUGA and DRUGB is that DRUGA can be given at a volume of	0
0	@DRUG$, the end product of purine metabolism in humans, was the major metabolite of @DRUG$ in plasma and accounted for all of the total, plasma 14C at 6 hours after infusion.	@DRUG$ , the end product of purine metabolism in humans , was the john r major metabolite of @DRUG$ in plasma and answer for for all of the total , plasma 14 C at 6  minutes after infusion .	@DRUG$ , accounted end product of purine all in humans , was the and metabolite of @DRUG$ in plasma major the for metabolism of the total , plasma 14 C at 6 hours after infusion .	@DRUG$ , the end product of metabolism in humans , was the major metabolite of @DRUG$ in plasma and accounted for all of the total , plasma 14 C at 6 hours after infusion .	@DRUG$ is the major metabolite of @DRUG$ in plasma and accounts for all of the total plasma 14 C at 6 hours after infusion.	0
0	NPAE frequency in oseltamivir-exposed Japanese and Taiwanese children with influenza was the @DRUG$ @DRUG$ in unexposed children.	NPAE frequence in oseltamivir-exposed Japanese and Taiwanese children with influenza was the @DRUG$ @DRUG$ in unexposed children .	NPAE frequency in oseltamivir-exposed Japanese and Taiwanese children with influenza was the @DRUG$ @DRUG$ in unexposed children .	NPAE frequency in oseltamivir-exposed Japanese and Taiwanese children with influenza the @DRUG$ @DRUG$ in unexposed children .	The frequency of NPAE in oseltamivir-exposed Japanese and Taiwanese children with influenza was the same as the frequency of NPAE in unexposed children.	1
0	Among 10 hospital- and community-acquired Staphylococcus aureus strains with differing methicillin and vancomycin resistotypes, all strains were susceptible to ceftobiprole at MICs <or=2.0 microg/mL, and also to @DRUG$, tigecycline, and @DRUG$/dalfopristin.	Among ten hospital - and community - acquired Staphylococcus aureus strains with disagree methicillin and vancomycin resistotypes , all strains were susceptible to ceftobiprole at MICs < or =2.0 microg / mil , and besides to @DRUG$ , tigecycline , and @DRUG$ / dalfopristin .	/ =2.0 Among - and community - acquired Staphylococcus aureus , with differing methicillin and vancomycin resistotypes , all strains were susceptible to ceftobiprole at MICs < or 10 microg / mL , and also to @DRUG$ strains tigecycline , and @DRUG$ hospital dalfopristin .	Among 10 hospital - community - acquired Staphylococcus aureus strains with differing methicillin and vancomycin all were susceptible to ceftobiprole at MICs < or =2.0 microg / mL , and also to @DRUG$ , tigecycline , and @DRUG$ / dalfopristin .	All strains of Staphylococcus aureus were susceptible to ceftobiprole at MICs < or =2.0 microg / mL, and also to @DRUG$, tigecycline, and @DRUG$/dalfopristin.	0
1	OBJECTIVE: To determine the pharmacokinetics and pharmacodynamics of the neurosteroid anaesthetic, @DRUG$, in neonatal foals after a single intravenous (IV) injection of alfaxalone following premedication with @DRUG$ tartrate.	OBJECTIVE : To determine the pharmacokinetics and pharmacodynamics of the neurosteroid anaesthetic , @DRUG$ , in neonatal foal after a single endovenous ( IV ) injection of alfaxalone watch over premedication with @DRUG$ tartrate .	OBJECTIVE : with determine a pharmacokinetics and To of the neurosteroid anaesthetic , @DRUG$ , in neonatal foals after the single intravenous ( IV ) injection of alfaxalone following premedication pharmacodynamics @DRUG$ tartrate .	OBJECTIVE To determine the pharmacokinetics and pharmacodynamics of the neurosteroid anaesthetic , @DRUG$ , in neonatal after a single ( IV ) injection of alfaxalone following premedication with @DRUG$ tartrate .	The pharmacokinetics ( how the drug is absorbed, distributed, metabolized, and excreted ) and pharmacodynamics ( the drug's effects on the body ) of the neurosteroid anaesthetic @DRUG$ were determined in neonatal foals after a single intravenous injection of alfaxalone	1
0	Human metabolism of D-@DRUG$, D-sorbitol, D-mannitol, and @DRUG$ has been documented.	Human metabolism of D-@DRUG$ , D-sorbitol , D-mannitol , and @DRUG$ has been attested .	Human metabolism of D-@DRUG$ , D-sorbitol , D-mannitol , and @DRUG$ has been documented .	Human metabolism of D-@DRUG$ , , D-mannitol , and has been documented .	Human metabolism of D-@DRUG$, D-sorbitol, D-mannitol, and @DRUG$ has been documented."This means that we know how humans metabolize these substances, and that this metabolism has been documented.	0
1	2Beta-carbomethoxy-3beta-(4-fluorophenyl)-n-(1-iodoprop-1-en -3-yl) nortropane (IACFT, Altropane) is a @DRUG$ analog with high affinity and selectivity for @DRUG$ transporter (DAT) sites in the striatum.	2Beta-carbomethoxy-3beta-(4-fluorophenyl )-n-(1-iodoprop-1-en - 3-yl ) nortropane ( IACFT , Altropane ) is a @DRUG$ analog with high affinity and selectivity for @DRUG$ transporter ( dat ) internet site in the corpus striatum .	2Beta-carbomethoxy-3beta-(4-fluorophenyl )-n-(1-iodoprop-1-en - 3-yl ( nortropane ( IACFT , Altropane ) is a @DRUG$ analog and high affinity with selectivity DAT @DRUG$ transporter ) for ) sites in the striatum .	2Beta-carbomethoxy-3beta-(4-fluorophenyl - 3-yl ) nortropane ( IACFT , Altropane ) is a @DRUG$ analog with affinity and selectivity for @DRUG$ transporter ( DAT ) sites in the striatum .	@DRUG$ is an analog of @DRUG$ that has a high affinity and selectivity for DAT sites in the striatum.	0
1	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (@DRUG$, lanadelumab, roledumab, tralokinumab, risankizumab, SA237, emapalumab, suptavumab, erenumab, eptinezumab, fremanezumab, fasinumab, tanezumab, lampalizumab, brolucizumab).	Of these , quintet mAbs are for cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and  mAbs are for non-cancer indications ( @DRUG$ , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , erenumab , eptinezumab , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these , 5 mAbs are ublituximab cancer ( durvalumab , JNJ - 56022473 , for , , ravtansine , @DRUG$ ) and 15 , are for tanezumab indications ( @DRUG$ , lanadelumab , fremanezumab , tralokinumab , risankizumab , SA237 , brolucizumab , suptavumab , erenumab , eptinezumab anetumab roledumab mAbs fasinumab , non-cancer , lampalizumab , emapalumab ) .	Of these , 5 are for cancer ( durvalumab , JNJ 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and 15 are for indications ( @DRUG$ , lanadelumab , roledumab , tralokinumab risankizumab , SA237 , emapalumab , suptavumab , erenumab , eptinezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (@DRUG$, lanadel	0
0	A low-molecular weight so-called @DRUG$-@DRUG$ complex was shown to contain iron of more or less the same poor bioavailability as contained in ferric chloride since the iron from ferrous sulfate was about 5 times better absorable.	A low-molecular weight so-called @DRUG$ - @DRUG$ complex was shown to contain branding iron of more or less the same pitiable bioavailability as contained in ferric chloride since the branding iron from ferrous sulfate was about 5 times wagerer absorable .	A low-molecular weight so-called @DRUG$ times @DRUG$ complex was shown to contain 5 of more or less sulfate same poor bioavailability as contained in ferric chloride since the iron from ferrous the was about iron - better absorable .	low-molecular weight so-called @DRUG$ - @DRUG$ complex was shown to contain iron of more or less the same poor bioavailability as contained in ferric chloride since the iron from ferrous sulfate was about 5 times better absorable .	A low-molecular weight so-called @DRUG$ - @DRUG$ complex was shown to contain iron of more or less the same poor bioavailability as contained in ferric chloride since the iron from ferrous sulfate was about 5 times better absorable .	0
0	Six dogs were treated with a single intravenous (i.v.) dose (2 @DRUG$/kg) of marbofloxacin, followed by single oral (@DRUG$.o.) doses of marbofloxacin at 1, 2 and 4 mg/kg, according to a three-way crossover design.	Six dogs were treated with a unmarried endovenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of marbofloxacin , followed by unmarried oral ( @DRUG$ .o. ) doses of marbofloxacin at 1 , 2 and 4 mg / kg , according to a  - way crossing over figure .	Six dogs were treated with a single intravenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of according , followed by single oral ( @DRUG$ .o. ) doses of marbofloxacin at 1 2 way to 4 mg / kg , marbofloxacin and a three - , crossover design .	Six dogs were treated with a single intravenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of marbofloxacin , followed by single oral ( @DRUG$ .o. ) doses marbofloxacin at 1 , 2 and 4 mg kg , according to three - way crossover design .	Six dogs were treated with a single intravenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of marbofloxacin , followed by single oral ( @DRUG$ .o. ) doses of marbofloxacin at 1 , 2 and 4	0
0	The paroxetine, fluoxetine, and @DRUG$ groups differed significantly (p < 0.001, p < 0.001, p = 0.017, respectively) from placebo but the fluvoxamine group did not (@DRUG$ = 0.38).	The paroxetine , sarafem , and @DRUG$ groups differed importantly ( phosphorus < 0.001 , phosphorus < 0.001 , phosphorus = 0.017 , respectively ) from placebo but the fluvoxamine group did not ( @DRUG$ = 0.38 ) .	The paroxetine , fluoxetine 0.001 and @DRUG$ groups differed significantly ( respectively < , , p placebo 0.001 , p = 0.017 , p ) from < but the fluvoxamine group did not ( @DRUG$ = 0.38 ) .	The paroxetine , fluoxetine , and @DRUG$ groups differed significantly ( p 0.001 , p < 0.001 , p = 0.017 , ) from placebo the group did not ( @DRUG$ = 0.38 ) .	The paroxetine and fluoxetine groups differed significantly from placebo but the fluvoxamine group did not.	1
1	@DRUG$ inhibited in a concentration-dependent manner [3H]@DRUG$ (CAS 1622-62-4) binding to rat cortical membranes, with an affinity of 4.5 nmol/l greater than that of alprazolam (CAS 28981-97-7) (7.9 nmol/l).	@DRUG$ inhibited in a concentration - dependent manner [ 3H ] @DRUG$ ( CAS 1622-62-4 ) bond to rat cortical membranes , with an phylogenetic relation of 4.5 nmol / liter greater than that of xanax ( CAS 28981-97 - 7 ) ( 7.9 nmol / liter ) .	@DRUG$ inhibited in nmol concentration - dependent manner [ 3H ] @DRUG$ ( CAS 1622-62-4 ) binding to ( cortical membranes , with an l of 4.5 nmol that l greater than / of alprazolam rat CAS 28981-97 - 7 ) ( 7.9 a / affinity ) .	@DRUG$ inhibited in concentration - dependent manner [ 3H ] @DRUG$ ( CAS 1622-62-4 ) binding to rat cortical membranes with an affinity 4.5 nmol / l greater than that of alprazolam CAS 28981-97 - 7 ) ( 7.9 nmol / l ) .	The higher the concentration of @DRUG$, the more it inhibits the binding of @DRUG$ to rat cortical membranes.	0
0	This theory postulates a decrease in the monoamine oxidase (MAO) activity, which results in the accumulation of methylated indolealkylamines, such @DRUG$ bufotenin (5-hydroxy-N,N-dimethyltryptamine), @DRUG$ (DMT) and 5-methoxy-N,N-dimethyltryptamine.	This hypothesis postulates a reduction in the monoamine oxidase ( MAO ) body process , which results in the accumulation of methylated indolealkylamines , such @DRUG$ bufotenin ( 5- hydroxy - N, N-dimethyltryptamine ) , @DRUG$ ( DMT ) and fin - methoxy - N , N- dimethyltryptamine .	This theory postulates a decrease in the monoamine oxidase ( MAO ) activity , which results DMT indolealkylamines accumulation N- methylated the ) such @DRUG$ bufotenin ( 5- hydroxy - N, N-dimethyltryptamine , , @DRUG$ ( in ) and 5 - methoxy - N , of dimethyltryptamine .	theory postulates a decrease in the monoamine oxidase ( MAO ) activity , which results in the accumulation of indolealkylamines , such @DRUG$ bufotenin ( 5- hydroxy N, N-dimethyltryptamine ) , @DRUG$ ( ) and 5 - methoxy - N , N- dimethyltryptamine .	The theory suggests that the decreased activity of monoamine oxidase (MAO) results in the accumulation of methylated indolealkylamines, such as bufotenin (5-hydroxy-N,N-dimethyltryptamine), DMT, and 5-methoxy	1
0	Seven of these combine 2 drugs together in a single pill: Edarbyclor (azilsartan/chlorthalidone), Exforge (amlodipine/valsartan), Azor (olmesartan/amlodipine), Twynsta (amlodipine/telmisartan), Tekturna HCT [aliskiren/hydrochlorothiazide (@DRUG$)], Valturna (aliskiren/valsartan), Tekamlo (@DRUG$/amlodipine).	Seven of these flux deuce drug in concert in a undivided pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / amlodipine ) , Twynsta ( amlodipine/ telmisartan ) , Tekturna HCT [ aliskiren / hydrodiuril ( @DRUG$ ) ] , Valturna ( aliskiren / valsartan ) , Tekamlo ( @DRUG$ / amlodipine ) .	Seven together these combine 2 drugs of in a single pill : Edarbyclor ( amlodipine chlorthalidone ) , / ( azilsartan/ ) valsartan Exforge , Azor ( olmesartan telmisartan amlodipine ) , Valturna ( amlodipine/ / ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( @DRUG$ ) ] , Twynsta ( aliskiren / valsartan ) , Tekamlo ( @DRUG$ / amlodipine ) .	Seven of these combine 2 drugs together in a pill : Edarbyclor ( chlorthalidone ) , Exforge ( / valsartan ) , Azor ( olmesartan / amlodipine ) , Twynsta ( amlodipine/ telmisartan ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( @DRUG$ ] , Valturna ( aliskiren , Tekamlo ( @DRUG$ / amlodipine .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / amlodipine ) ,	1
0	ABT-089 is @DRUG$ potent and efficacious as (-)-@DRUG$ at evoking acetylcholine (ACh) release from hippocampal synaptosomes.	ABT -089 is @DRUG$ potent and effective as ( -) - @DRUG$ at invoke acetylcholine ( ACh ) release from hippocampal synaptosomes .	ABT -089 is @DRUG$ potent and efficacious as ( -) - @DRUG$ ACh evoking acetylcholine ( from ) release at hippocampal synaptosomes .	ABT -089 is @DRUG$ potent and efficacious as -) - @DRUG$ at evoking acetylcholine ( ACh release from synaptosomes .	ABT -089 is a potent and efficacious drug as ( -) - @DRUG$ at evoking acetylcholine ( ACh ) release from hippocampal synaptosomes .	1
1	We assessed whether @DRUG$, a selective inhibitor of cyclooxygenase-2, would be associated with a lower incidence of clinically important upper gastrointestinal events than is the nonselective NSAID @DRUG$ among patients with rheumatoid arthritis.	We assessed whether @DRUG$ , a selective inhibitor of cyclooxygenase - 2 , would be associated with a lower berth relative incidence of clinically important upper gastrointestinal events than is the nonselective NSAID @DRUG$ among patients with creaky arthritis .	important assessed whether @DRUG$ , a selective events - cyclooxygenase of 2 , would be associated with a lower incidence of clinically We upper gastrointestinal inhibitor than is the nonselective NSAID @DRUG$ among patients with rheumatoid arthritis .	We whether @DRUG$ a selective inhibitor of cyclooxygenase - 2 , would be associated a lower incidence of clinically important upper gastrointestinal events than is the nonselective NSAID @DRUG$ among patients with rheumatoid arthritis .	@DRUG$ is associated with a lower incidence of clinically important upper gastrointestinal events than is @DRUG$ among patients with rheumatoid arthritis.	0
0	@DRUG$ 50 or 100mg three times daily for 6-12 months had no significant effect on @DRUG$ concentrations.	@DRUG$ 50 or 100 mg three times daily for sextuplet - 12 months had no substantial effect on @DRUG$ concentrations .	@DRUG$ 50 or 100 mg for times daily three - 6 12 months had no significant effect on @DRUG$ concentrations .	@DRUG$ 50 or mg three times daily for 6 - 12 months had no significant effect on @DRUG$ concentrations .	There was no significant effect on @DRUG$ concentrations when @DRUG$ was taken 50 or 100 mg three times daily for 6 - 12 months.	0
0	RESULTS: The GR binding affinity (IC50) for @DRUG$, FA, and @DRUG$ was 5.4, 2.0, and 1.5 nM, respectively.	RESULTS : The GR binding affinity ( IC50 ) for @DRUG$ , fa , and @DRUG$ was 5.4 , 2.0 , and 1.5 nM , severally .	RESULTS : The GR binding affinity ( IC50 ) for @DRUG$ , FA , , @DRUG$ , 5.4 was 2.0 and and 1.5 nM , respectively .	RESULTS : The GR binding affinity ( IC50 ) for @DRUG$ , FA , and @DRUG$ 5.4 , 2.0 , and 1.5 nM , respectively .	The GR binding affinity ( IC50 ) for @DRUG$ was 5.4 nM , while the GR binding affinity ( IC50 ) for @DRUG$ was 1.5 nM .	0
0	In humans, both androgens are excreted mainly as glucuronide conjugates and the urinary ratio of testosterone to @DRUG$ (T/E), used to expose illicit @DRUG$ abuse by male athletes, indicates the relative concentrations of the respective glucuronides.	In humans , both androgens are eliminate mainly as glucuronide conjugate solution and the urinary ratio of testosterone to @DRUG$ ( T/E ) , used to expose outlaw @DRUG$ abuse by male jock , indicates the relative concentrations of the respective glucuronides .	In humans , both androgens are excreted mainly as glucuronide T/E conjugates the urinary ratio of testosterone illicit @DRUG$ ( , ) , used to expose to @DRUG$ abuse by male athletes and indicates the relative concentrations of the respective glucuronides .	In humans , both androgens are excreted mainly as glucuronide and the urinary ratio of testosterone to @DRUG$ T/E ) , used to expose illicit @DRUG$ abuse by male athletes , indicates the relative concentrations of the respective glucuronides .	The ratio of testosterone to @DRUG$ in urine can be used to estimate the relative concentrations of the respective glucuronides.	1
0	Mean change in bodyweight was -1.3% (SE 0.3) in the placebo group, -6.1% (0.3) in the naltrexone 32 mg plus bupropion group (p<0.0001 vs placebo) and -5.0% (0.3) in the naltrexone 16 @DRUG$ plus @DRUG$ group (p<0.0001 vs placebo).	intend change in bodyweight was - 1.3 % ( atomic number  0.3 ) in the placebo group , - 6.1 % ( 0.3 ) in the naltrexone 32 milligram summation bupropion group ( p< 0.0001 quintet placebo ) and - 5.0 % ( 0.3 ) in the naltrexone 16 @DRUG$ summation @DRUG$ group ( p< 0.0001 quintet placebo ) .	Mean change in 6.1 was - 1.3 % ( SE ( in in the placebo group , - bodyweight % ( 0.3 ) in the naltrexone 32 mg plus bupropion group ( p< 0.0001 vs placebo ) and ) 5.0 % 0.3 0.3 ) - the naltrexone 16 @DRUG$ ) @DRUG$ group ( p< 0.0001 vs placebo plus .	Mean change in bodyweight was 1.3 % ( SE ) in the placebo group , - 6.1 0.3 ) the naltrexone 32 mg plus bupropion group ( p< 0.0001 vs placebo ) - 5.0 % ( 0.3 ) in the naltrexone 16 @DRUG$ plus @DRUG$ group ( p< 0.0001 vs placebo ) .	The mean change in bodyweight was -1.3% in the placebo group, -6.1% in the naltrexone 32 mg plus bupropion group, and -5.0% in the naltrexone 16 mg plus bupropion group.	1
0	CONCLUSION: The observed pharmacokinetic parameters suggested that the @DRUG$ ester, and not the phosphate ester, of @DRUG$ acts as a prodrug or reservoir for betamethasone, conferring on it sustained- and extended-release characteristics.	ratiocination : The honor pharmacokinetic parameters intimate that the @DRUG$ ester , and not the phosphate ester , of @DRUG$ acts as a prodrug or reservoir for betamethasone , confab on it sustained - and extended - release characteristics .	CONCLUSION : betamethasone observed parameters , suggested that the @DRUG$ ester , and not the phosphate and , of @DRUG$ acts as a prodrug or reservoir for The pharmacokinetic conferring on it sustained - ester extended - release characteristics .	CONCLUSION : The observed pharmacokinetic parameters suggested that the @DRUG$ ester , and not the phosphate ester , of @DRUG$ acts as or reservoir for betamethasone , conferring on it sustained - and extended - characteristics .	@DRUG$ is a prodrug or reservoir for betamethasone, conferring on it sustained - and extended - release characteristics.	1
0	Among the first options are the dopamine agonists, which are commonly used both as an early monotherapy and @DRUG$ an adjunct therapy to @DRUG$.	Among the first options are the dopamine agonists , which are unremarkably practice both as an early monotherapy and @DRUG$ an adjunct therapy to @DRUG$ .	are the first options which the dopamine agonists , are Among commonly used both as an early monotherapy and @DRUG$ an adjunct therapy to @DRUG$ .	the first are the dopamine agonists , which commonly used both as an early monotherapy and @DRUG$ adjunct therapy to @DRUG$ .	@DRUG$ is commonly used both as an early monotherapy and an adjunct therapy to @DRUG$.	0
0	In human liver microsomal incubations, DHA-G (diastereomer unspecified) was the only metabolite found (V(max) 177 +/- 47 pmol min(-1) mg(-1), @DRUG$(@DRUG$) 90 +/- 16 microM).	In human liver microsomal brooding , DHA -G ( diastereomer unspecified ) was the only metabolite determine ( V( soap ) 177 +/- 47 pmol min ( -  ) mg ( -  ) , @DRUG$ ( @DRUG$ ) 90 +/- 16 micr oM ) .	- human liver microsomal ( , DHA 47 ( diastereomer unspecified ) was the only In found incubations V( max ) 177 +/- -G pmol min ( - 1 ) mg ( metabolite 1 ) , @DRUG$ ( @DRUG$ ) 90 +/- 16 micr oM ) .	In human liver microsomal incubations , DHA -G ( unspecified ) was the only metabolite found ( V( max ) 177 +/- 47 pmol min ( - 1 ) mg ( ) @DRUG$ ( @DRUG$ ) 90 +/- 16 micr oM ) .	DHA-G is the only metabolite found in human liver microsomal incubations, and it has a V(max) of 177 +/- 47 pmol min(-1) mg(-1).	1
1	It has been observed that amifostine possibly enhances the anti-tumor effect of carboplatin, nitrogen mustard, melphalan, and @DRUG$ combined with @DRUG$ or vinblastine.	It has been detect that amifostine possibly enhances the anti-tumor effect of carboplatin , nitrogen leaf mustard , melphalan , and @DRUG$ combined with @DRUG$ or vinblastine .	that , been observed It amifostine possibly enhances the anti-tumor effect of carboplatin , nitrogen mustard has melphalan , and @DRUG$ combined with @DRUG$ or vinblastine .	has been observed that amifostine possibly enhances the anti-tumor effect of carboplatin , mustard , melphalan , and @DRUG$ combined with @DRUG$ or vinblastine .	It has been observed that amifostine possibly enhances the anti-tumor effect of carboplatin, nitrogen mustard, melphalan, and @DRUG$ combined with @DRUG$ or vinblastine.	0
0	The remaining compounds under discussion, such @DRUG$: @DRUG$, fluoxetine, moclobemide and rimonabant, are not registered in any country with an indication to use in the treatment of nicotine addiction, however, due to the mechanism in which they act, the possibility of their use in the treatment of this disease is considered.	The remaining compounds under discussion , such @DRUG$ : @DRUG$ , fluoxetine , moclobemide and rimonabant , are not registered in any area with an indication to manipulation in the treatment of nicotine addiction , still , ascribable to the mechanics in which they act , the possibility of their manipulation in the treatment of this disease is deal .	The country compounds under discussion , such @DRUG$ : @DRUG$ , fluoxetine , moclobemide mechanism rimonabant , are not is in treatment remaining with an indication to use in the any of nicotine addiction , however , due use the and in which they their , the possibility of act to in the treatment of this disease registered considered .	The remaining compounds under discussion , such @DRUG$ : @DRUG$ , fluoxetine , moclobemide and rimonabant are not registered in any country with an to the treatment of nicotine addiction , however due to the mechanism in which act , the possibility of their use in the treatment of this disease is considered .	Although these compounds are not currently registered for the treatment of nicotine addiction, their mechanisms of action suggest that they could be used for this purpose.	1
0	Dichlorvos (10(-8)-10(-4) M) had no effect on baseline tension, but relaxed 10(-7) M @DRUG$ (NE), 10(-7) @DRUG$ 5-HT or 100 mM KCl contractions dose-dependently.	Dichlorvos ( 10 ( - 8 ) - 10 ( - 4 )  ) had no core on baseline latent hostility , but relaxed 10 ( - 7 )  @DRUG$ ( NE ) , 10 ( - 7 ) @DRUG$ five - HT or century mM KCl contractions dose-dependently .	Dichlorvos ( - ( - 8 contractions - 10 ( NE 4 ) M ) had no effect on baseline tension , M relaxed 10 ( - 7 ) but @DRUG$ ( 10 ) , 10 ( - 7 ) @DRUG$ 5 - HT or 100 mM KCl ) dose-dependently .	Dichlorvos ( 10 ( 8 ) - 10 ( - 4 ) M ) had no effect on baseline tension , but relaxed 10 ( - 7 ) M @DRUG$ ( NE , 10 ( - ) @DRUG$ 5 - HT or mM KCl contractions dose-dependently .	Dichlorvos ( 10 ( - 8 ) - 10 ( - 4 ) M ) had no effect on baseline tension , but relaxed 10 ( - 7 ) M @DRUG$ ( NE ) , 10 ( - 7 ) @DRUG$ 5 - HT or 100 mM KCl contractions dose	0
0	N-[4-[[(2,4-diamino-6-pterdinyl)methyl]amino]benzoyl]-@DRUG$/D-glutamic acid (L/@DRUG$-AMT) is an investigational drug in phase 1 clinical development that consists of the L-and D-enantiomers of aminopterin (AMT).	N-[4-[[(2,4-diamino-6-pterdinyl ) methyl ] amino ] benzoyl ] -@DRUG$ / D-glutamic window pane ( L/ @DRUG$ - AMT ) is an investigational drug in stage 1 clinical development that consist of the L-and D-enantiomers of aminopterin ( AMT ) .	N-[4-[[(2,4-diamino-6-pterdinyl ) methyl ] amino the benzoyl ] -@DRUG$ / clinical acid ( L/ @DRUG$ - AMT ) is an investigational drug 1 phase in D-glutamic development that consists of ] L-and D-enantiomers of aminopterin ( AMT ) .	N-[4-[[(2,4-diamino-6-pterdinyl ) methyl ] amino ] benzoyl ] -@DRUG$ D-glutamic acid ( L/ @DRUG$ AMT ) is an investigational in phase 1 clinical development that the L-and D-enantiomers of aminopterin ( AMT ) .	@DRUG$ is a drug that is being developed in phase 1 clinical trials. It consists of the L- and D-enantiomers of the drug aminopterin, which is also known as AMT.	1
0	Patients received 240mg/@DRUG$ @DRUG$ while continuing on androgen-deprivation therapy.	Patients received 240mg / @DRUG$ @DRUG$ while keep on on androgen-deprivation therapy .	androgen-deprivation received 240mg / @DRUG$ @DRUG$ while continuing on Patients therapy .	Patients received 240mg / @DRUG$ @DRUG$ while continuing on androgen-deprivation therapy .	Patients received 240mg of @DRUG$ while continuing on androgen-deprivation therapy.	1
0	The top 15 most frequently positive allergens were nickel @DRUG$ (19.5%), Myroxylon pereirae (11.0%), neomycin (10.1%), fragrance mix I (9.4%), quaternium-15 (8.6%), cobalt chloride (8.4%), bacitracin (7.9%), formaldehyde (7.7%), methyldibromoglutaronitrile/phenoxyethanol (5.5%), @DRUG$ (5.3%), propolis (4.9%), carba mix (4.5%), potassium dichromate (4.1%), fragrance mix II (3.6%), and methylchloroisothiazolinone/methylisothiazolinone (3.6%).	The pass  most frequently positivistic allergens were ni @DRUG$ ( 19.5 % ) , genus myroxylon pereirae ( 11.0 % ) , neobiotic ( 10.1 % ) , bouquet mix single ( 9.4 % ) , quaternium -  ( 8.6 % ) , atomic number  chloride ( 8.4 % ) , bacitracin ( 7.9 % ) , formaldehyde ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , @DRUG$ ( 5.3 % ) , propolis ( 4.9 % ) , carba mix ( 4.5 % ) , atomic number  bichromate ( 4.1 % ) , bouquet mix II ( 3.6 % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 3.6 % ) .	The top 15 most frequently positive allergens , % @DRUG$ dichromate 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin 7.7 were nickel / , fragrance carba I potassium 9.4 % ) , quaternium - 15 ( 8.6 % ) , cobalt chloride ( 8.4 % ) 10.1 bacitracin ( 7.9 % ) , formaldehyde ( ( % ) , methyldibromoglutaronitrile / ( phenoxyethanol 5.5 % % , @DRUG$ ( 5.3 % , , propolis ( 4.9 ) ) , mix mix ( 4.5 % ) , ( ( ( 4.1 % ) , fragrance mix II ( 3.6 % ) ) and methylchloroisothiazolinone ) methylisothiazolinone ( 3.6 % ) .	The top 15 most frequently positive nickel @DRUG$ ( 19.5 % ) , pereirae ( % ) , neomycin ( 10.1 % ) , fragrance mix ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , cobalt chloride ( 8.4 % ) , ( 7.9 % ) , formaldehyde ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol 5.5 % ) , @DRUG$ ( 5.3 % ) , propolis ( 4.9 % ) carba mix ( 4.5 ) , potassium dichromate ( 4.1 % ) , fragrance mix II ( % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 3.6 % )	The top 15 most frequently positive allergens were nickel @DRUG$ ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I ( 9.4 % ) , quaternium - 15 (	1
0	In recent times three calcium phosphate-based remineralization systems have been developed and are now commercially available: a casein phosphopeptide stabilized amorphous calcium phosphate (Recaldent (@DRUG$-ACP), CASRN691364-49-5), an unstabilized amorphous @DRUG$ phosphate (ACP or Enamelon) and a bioactive glass containing calcium sodium phosphosilicate (NovaMin).	in recent times three calcium phosphate - free base remineralization system have been educate and are now commercially uncommitted : a casein phosphopeptide stabilized amorphous calcium phosphate ( Recaldent ( @DRUG$ - ACP ) , CASRN691364-49-5 ) , an unstabilized amorphous @DRUG$ phosphate ( ACP or Enamelon ) and a bioactive glass containing calcium sodium phosphosilicate ( NovaMin ) .	In recent times three casein phosphate - based remineralization systems have been phosphopeptide and are now commercially available : calcium a developed stabilized amorphous calcium phosphate ( Recaldent ( @DRUG$ - ACP ) ) CASRN691364-49-5 ) , an unstabilized amorphous @DRUG$ phosphate ( ACP or Enamelon ) sodium a bioactive glass containing calcium and phosphosilicate ( NovaMin , .	In recent times three calcium phosphate - based remineralization systems have been developed and are now commercially available : a casein phosphopeptide stabilized calcium phosphate ( Recaldent ( @DRUG$ - ACP ) CASRN691364-49-5 ) , an unstabilized amorphous @DRUG$ phosphate ( ACP or ) a bioactive glass containing calcium sodium phosphosilicate ( NovaMin ) .	@DRUG$ is a calcium phosphate-based remineralization system that is commercially available. It is stabilized by casein phosphopeptides, and it is designed to remineralize teeth by rebuilding the enamel layer. @DRUG$ is an unstabilized amorphous calcium phosphate	0
0	CONCLUSION: High @DRUG$ dosage (800 @DRUG$/day) for the treatment of HIV-associated cryptococcal meningitis was associated with high serum and CSF fluconazole concentration.	CONCLUSION : senior high school @DRUG$ dosage ( 800 @DRUG$ / day ) for the treatment of human immunodeficiency virus - tie in cryptococcal meningitis was tie in with high serum and CSF fluconazole concentration .	CONCLUSION : ) @DRUG$ dosage ( 800 @DRUG$ / associated High for the with of HIV - day cryptococcal meningitis was associated treatment high serum and CSF fluconazole concentration .	CONCLUSION : High @DRUG$ dosage ( @DRUG$ / for the treatment of HIV - associated cryptococcal was associated with high and CSF fluconazole concentration .	High @DRUG$ dosage ( 800 @DRUG$ / day ) for the treatment of HIV - associated cryptococcal meningitis was associated with high serum and CSF fluconazole concentration .	0
1	CONCLUSIONS: A reduced dose of 1.1 and 0.7 @DRUG$/m(2) of @DRUG$ mesylate is recommended for patients with Child-Pugh A or B hepatic impairment, respectively.	CONCLUSIONS : A reduced std of 1.1 and 0.7 @DRUG$ / m( deuce ) of @DRUG$ mesylate is commend for patients with Child - Pugh A or B hepatic impairment , respectively .	CONCLUSIONS : of reduced dose of 1.1 respectively 0.7 @DRUG$ / m( 2 ) A @DRUG$ mesylate and recommended for patients with Child - Pugh A or B hepatic impairment , is .	CONCLUSIONS : A reduced dose of 1.1 and 0.7 @DRUG$ / m( 2 ) of @DRUG$ mesylate is recommended for with Child - Pugh A or B hepatic impairment , respectively .	A reduced dose of 1.1 and 0.7 @DRUG$ / m( 2 ) of @DRUG$ mesylate is recommended for patients with Child - Pugh A or B hepatic impairment , respectively .	0
0	Methylphenidate metabolism, measured as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and @DRUG$ @DRUG$-methylphenidate AUCinf to l-PPA AUCinf, was similar for the three dose groups, indicating that methylphenidate metabolism was not affected by increasing dose.	Methylphenidate metabolism , measured as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and @DRUG$ @DRUG$ - methylphenidate AUCinf to l-PPA AUCinf , was standardized for the trine elvis group , indicating that methylphenidate metabolism was not affected by increasing elvis .	dose metabolism , measured as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and @DRUG$ @DRUG$ - methylphenidate dose to l-PPA metabolism , Methylphenidate similar for the three was groups , indicating that methylphenidate AUCinf was not affected by increasing AUCinf .	Methylphenidate metabolism , measured as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and @DRUG$ @DRUG$ - methylphenidate AUCinf to l-PPA AUCinf was similar for the three dose groups , indicating that methylphenidate metabolism was not affected by increasing dose	Methylphenidate metabolism was not affected by increasing dose.	1
1	Toxic levels of blood @DRUG$ can be rapidly and effectively decreased by intravenous administration of @DRUG$.	Toxic levels of descent @DRUG$ can be rapidly and effectively decreased by intravenous administration of @DRUG$ .	Toxic levels of blood @DRUG$ rapidly be can and effectively decreased by intravenous administration of @DRUG$ .	Toxic levels of @DRUG$ can be rapidly and decreased by intravenous administration of @DRUG$ .	If you have too much @DRUG$ in your blood, you can lower the levels by giving yourself an injection of @DRUG$ .	0
0	Pharmacokinetic interactions of oral @DRUG$ maleate 10 @DRUG$, with food (3566 kJ), single oral doses of prazosin 1 mg and dihydralazine 25 mg, and with a 1 week pretreatment with phenobarbitone 100 mg daily were examined in a randomized crossover study in 12 healthy volunteers.	Pharmacokinetic interactions of viva @DRUG$ maleate 10 @DRUG$ , with food ( 3566 kJ ) , single viva dos of prazosin 1 mg and dihydralazine 25 mg , and with a 1 week pretreatment with phenobarbital 100 mg daily were examined in a randomize crossover canvas in 12 healthy volunteers .	Pharmacokinetic 10 of oral @DRUG$ maleate oral @DRUG$ , with food ( doses kJ ) , single interactions 3566 of prazosin 1 mg and dihydralazine 25 mg crossover and with 12 1 week pretreatment with phenobarbitone 100 mg daily were examined in a randomized , study in a healthy volunteers .	Pharmacokinetic interactions of oral @DRUG$ maleate 10 @DRUG$ , with food ( 3566 kJ ) , oral doses of prazosin 1 mg dihydralazine 25 mg with a 1 pretreatment with phenobarbitone 100 daily were examined a randomized crossover in 12 healthy volunteers .	The pharmacokinetics of @DRUG$ were not affected by the co-administration of food, prazosin, or dihydralazine. However, the co-administration of phenobarbitone resulted in a significant increase in the AUC and Cmax of DRUGA.	1
0	@DRUG$ (Cl(2)-MBP [dichloromethylene bisphosphonic acid], clodronate) is a halogenated non-@DRUG$-containing bisphosphonate with antiresorptive efficacy in a variety of diseases associated with excessive bone resorption.	@DRUG$ ( Cl ( 2 ) - MBP [ dichloromethylene bisphosphonic acid ] , clodronate ) is a halogenated non-@DRUG$ - containing bisphosphonate with antiresorptive efficacy in a smorgasbord of diseases associated with excessive bone up reabsorption .	bisphosphonate ( Cl ( 2 ) - MBP [ dichloromethylene bisphosphonic acid ] in excessive ) is a halogenated non-@DRUG$ - containing @DRUG$ with antiresorptive efficacy , a variety of diseases associated with clodronate bone resorption .	@DRUG$ Cl ( 2 ) - MBP dichloromethylene bisphosphonic acid ] , clodronate ) is a non-@DRUG$ - containing bisphosphonate with antiresorptive efficacy a variety of diseases associated with excessive bone resorption .	@DRUG$ is a drug that is effective in reducing bone resorption, while @DRUG$ is a drug that does not contain any halogens.	0
0	Disposition was studied by administration of a 25 @DRUG$ capsule, labelled with 100 microCi [14C]-@DRUG$, to five men and one woman on a single occasion.	Disposition was studied by administration of a 25 @DRUG$ capsule , labeled with 100 microCi [ 14C ] - @DRUG$ , to five men and unity cleaning lady on a single occasion .	Disposition was studied by administration of a 25 @DRUG$ capsule on labelled with five microCi [ 14C ] - @DRUG$ , to 100 men and one single , a woman occasion .	Disposition was studied by of a 25 @DRUG$ capsule , labelled with 100 microCi [ ] @DRUG$ , five men and one woman on a single occasion .	The disposition of @DRUG$ was studied by administering a 25 capsule labelled with 100 microCi of [14C]-@DRUG$ to five men and one woman on a single occasion.	0
0	Long-term safety and efficacy of @DRUG$ @DRUG$ in patients with focal seizures: results of the 1-year ESLIBASE retrospective study.	Long-term safe and efficacy of @DRUG$ @DRUG$ in patients with focal seizures : results of the 1 - yr ESLIBASE retrospective study .	Long-term of and efficacy safety @DRUG$ @DRUG$ in patients with focal seizures : results of the 1 - study ESLIBASE retrospective year .	Long-term safety and efficacy @DRUG$ @DRUG$ in patients with focal seizures : results of the 1 year ESLIBASE retrospective study .	The long-term safety and efficacy of @DRUG$ in patients with focal seizures is based on the results of the 1-year ESLIBASE retrospective study.	1
0	Kidney cortex is a main target for circulating @DRUG$ (@DRUG$) in complex with transcobalamin (TC).	Kidney cortex is a main target for circulating @DRUG$ ( @DRUG$ ) in coordination compound with transcobalamin ( tc ) .	Kidney cortex is a in target for circulating @DRUG$ main @DRUG$ ) ( complex with transcobalamin ( TC ) .	Kidney cortex a main target for circulating @DRUG$ ( @DRUG$ ) complex with ( TC .	The kidney cortex is a main target for @DRUG$ (@DRUG$) in complex with transcobalamin (TC).	0
0	Based on the findings from clinical trials and field data from free-ranging elk immobilizations, we recommend low-dose BAM (2 mL dose; equivalent to 46 mg butorphanol, 30 mg azaperone, and 18 mg medetomidine) and supplemental oxygen for adult elk; immobilization should be antagonized using 3-5 @DRUG$ atipamezole/mg @DRUG$ and 2 mg/kg tolazoline, with tolazoline injected about 5-10 min before atipamezole to smooth out recovery.	Based on the findings from clinical trials and arena data point from free-ranging american elk immobilizations , we recommend low-dose BAM ( 2 mL dose ; equivalent to xlvi magnesium butorphanol , 30 magnesium azaperone , and 18 magnesium medetomidine ) and supplemental oxygen for adult american elk ; immobilization should be antagonized using trio - 5 @DRUG$ atipamezole / magnesium @DRUG$ and 2 magnesium / kg tolazoline , with tolazoline throw in about 5 - 10 min before atipamezole to tranquil out recovery .	Based 30 the findings from clinical trials and field data from with elk immobilizations immobilization we recommend low-dose BAM ( 2 mL dose ; / to 46 mg , butorphanol on mg azaperone , and 18 mg medetomidine free-ranging and , oxygen for adult elk ; supplemental should ) antagonized using 3 - 5 @DRUG$ atipamezole / mg @DRUG$ and 2 mg equivalent kg tolazoline , be tolazoline injected about 5 - 10 min before atipamezole to smooth out recovery .	Based on the findings from clinical trials and field data from free-ranging elk , we recommend low-dose BAM ( 2 mL dose ; to 46 mg butorphanol , 30 mg azaperone , 18 medetomidine ) and supplemental oxygen for adult elk ; immobilization should be antagonized using 3 - 5 @DRUG$ atipamezole / mg @DRUG$ and 2 mg / kg tolazoline , with tolazoline injected about - 10 min before atipamezole to smooth out recovery .	Low doses of BAM (2 mL dose; equivalent to 46 mg butorphanol, 30 mg azaperone, and 18 mg medetomidine) should be used when immobilizing adult elk, and supplemental oxygen should be given. The immobilization should be reversed using 3-5 DR	1
0	The objectives are as follows: To provide an overview of the analgesic efficacy and associated adverse events of topical analgesics (primarily NSAIDs, rubefacients, @DRUG$, @DRUG$, and opioids) for the treatment of acute and chronic pain in adults.	The objectives are as follows : To provide an overview of the analgesic efficacy and associated adverse events of topical analgesics ( principally nonsteroidal anti inflammatory drug , rubefacients , @DRUG$ , @DRUG$ , and opioids ) for the discourse of acute accent and chronic pain in adults .	The objectives are as follows , To of an overview of the analgesic efficacy and associated @DRUG$ events of topical analgesics ( primarily NSAIDs , rubefacients : adverse , @DRUG$ , and opioids ) for the in provide acute and chronic pain treatment adults .	The objectives are as follows : To an overview of the analgesic efficacy adverse events of topical analgesics ( primarily NSAIDs , rubefacients , @DRUG$ , @DRUG$ , and opioids ) for the treatment of acute and pain in adults .	Topical analgesics (primarily NSAIDs, rubefacients, @DRUG$, and opioids) are effective for the treatment of acute and chronic pain in adults.	1
0	In conclusion, these results demonstrate the use of BI for metabolic induction to be an effective alternative for induction with either PCB or a combination of @DRUG$ and @DRUG$.	In last , these results demonstrate the utilisation of BI for metabolic induction to be an effective alternative for induction with either PCB or a combining of @DRUG$ and @DRUG$ .	In be , these results demonstrate the use of BI for metabolic induction to conclusion and effective alternative for induction or either PCB with a combination of @DRUG$ an @DRUG$ .	conclusion , these results demonstrate the use of BI for to be an effective alternative induction with either or combination of @DRUG$ and @DRUG$ .	BI can be used as an effective alternative to PCB or a combination of @DRUG$ and @DRUG$ for induction.	0
0	Isoeugenyl @DRUG$ is probably metabolized in the skin to isoeugenol and gives positive patch test reactions in 1/3 of @DRUG$-sensitized individuals.	Isoeugenyl @DRUG$ is probably metabolized in the scrape to isoeugenol and gives positive patch quiz reactions in 1/3 of @DRUG$ - sensitized individuals .	in @DRUG$ patch probably metabolized in the skin to isoeugenol and gives positive is test reactions Isoeugenyl 1/3 of @DRUG$ - sensitized individuals .	@DRUG$ is probably metabolized in the to and gives positive patch test reactions in 1/3 of @DRUG$ - sensitized individuals .	Isoeugenyl @DRUG$ is probably metabolized in the skin to isoeugenol. This can cause a positive patch test reaction in 1/3 of @DRUG$ - sensitized individuals .	0
1	"@DRUG$ is a highly lipophilic dopamine-receptor agonist and the first transdermally delivered agent to demonstrate efficacy and safety as monotherapy in early Parkinson's disease and to reduce ""off"" hours in @DRUG$-treated patients with advanced Parkinson's disease."	" @DRUG$ is a extremely lipophilic dopastat -receptor agonist and the first of all transdermally delivered agent to demonstrate efficacy and safety as monotherapy in ahead of time Parkinson 's disease and to reduce " " off " " hours in @DRUG$ - treated patients with advanced Parkinson 's disease . "	" @DRUG$ is a highly lipophilic dopamine -receptor agonist and the - first delivered agent as demonstrate efficacy and safety to monotherapy in early Parkinson 's disease and to reduce " " off " " hours 's @DRUG$ transdermally treated patients with advanced Parkinson in disease . "	" @DRUG$ is a highly lipophilic dopamine -receptor agonist and the first transdermally delivered agent demonstrate efficacy and safety as monotherapy in 's disease and reduce " " " hours @DRUG$ - treated patients with advanced Parkinson 's disease . "	 @DRUG$ is a highly lipophilic dopamine -receptor agonist and the first transdermally delivered agent to demonstrate efficacy and safety as monotherapy in early Parkinson 's disease and to reduce " " off " " hours in @DRUG$ - treated patients with advanced Parkinson 's disease	0
0	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg (-25.6 micromol/L; P=0.001) and 400 @DRUG$ (-19.9 micromol/@DRUG$; P=0.010) compared with placebo (+15.0 micromol/L).	Significant decreases in mean fructosamine denseness from baseline to daylight 15 were observed for alogliptin century atomic number  ( - 25.6 micromol / L ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / @DRUG$ ; P=0.010 ) compared with placebo ( + 15.0 micromol / L ) .	Significant decreases in mean 15.0 concentrations from baseline to day 15 were observed / alogliptin 100 mg ( - 25.6 micromol for L / P=0.001 compared and 400 @DRUG$ ( - 19.9 micromol ; @DRUG$ ; P=0.010 ) ) with placebo ( + fructosamine micromol / L ) .	decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg ( - 25.6 micromol / L ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / @DRUG$ ; P=0.010 ) compared with placebo + 15.0 micromol / L ) .	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg ( - 25.6 micromol / L ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / L ; P=0	1
0	This method has been validated by recovering @DRUG$, sulfachloropyrazine, sulfamethazine, sulfadimethoxine, and @DRUG$ from liver, kidney, and muscle at levels of 0.1, 0.5, and 1.0 ppm.	This method has been validated by retrieve @DRUG$ , sulfachloropyrazine , sulfamethazine , sulfadimethoxine , and @DRUG$ from liver , kidney , and brawniness at horizontal surface of 0.1 , 0.5 , and 1.0 ppm .	This method has been 0.1 by recovering @DRUG$ , sulfachloropyrazine muscle sulfamethazine , sulfadimethoxine from and @DRUG$ , liver , kidney , and , at levels of validated , 0.5 , and 1.0 ppm .	This method has been validated by recovering @DRUG$ , sulfachloropyrazine , sulfamethazine , sulfadimethoxine , and @DRUG$ from liver , kidney , and muscle at levels of , 0.5 , and 1.0 ppm .	The method has been validated by recovering @DRUG$ and @DRUG$ from liver, kidney, and muscle at levels of 0.1, 0.5, and 1.0 ppm.	0
1	When triamcinolone acetonide was induced in the binding medium, inhibition of @DRUG$ binding in the cytosol by testosterone and dihydrotestosterone was potentiated and this may imply that the binding observed in the presence of @DRUG$ acetonide was responsible for the binding of the androgen receptor.	When kenalog acetonide was get in the binding mass medium , inhibition of @DRUG$ binding in the cytosol by testosterone and dihydrotestosterone was potentiated and this may imply that the binding observed in the presence of @DRUG$ acetonide was responsible for the binding of the androgenic hormone receptor .	When in acetonide was induced in the binding that the inhibition of @DRUG$ for triamcinolone the cytosol by testosterone and dihydrotestosterone was potentiated and this may imply medium the binding observed in , presence of @DRUG$ acetonide was responsible binding the binding of the androgen receptor .	When triamcinolone acetonide was induced in the binding medium inhibition of @DRUG$ binding in the by testosterone and dihydrotestosterone was potentiated and this may imply that the binding observed in the presence @DRUG$ acetonide was responsible for the binding of androgen receptor .	When triamcinolone acetonide was induced in the binding medium, the binding of the androgen receptor was potentiated and this may imply that the binding observed in the presence of @DRUG$ acetonide was responsible for the binding of the androgen receptor.	1
0	@DRUG$ had brain area under the curve (0-24 hours) Kp,uu values of 0.03 in mice and 0.11 in rats after a 30 mg/kg @DRUG$.o. dose.	@DRUG$ had brain area under the curve ( 0 - xxiv hours ) kp , uu note value of 0.03 in mice and 0.11 in rats after a 30 mg / kg @DRUG$ .o. dose .	@DRUG$ had , area uu mg curve ( 0 - 24 hours ) Kp brain under values of 0.03 in mice and 0.11 in rats after a 30 the / kg @DRUG$ .o. dose .	@DRUG$ had brain area under curve ( 0 24 hours ) Kp , values of 0.03 in mice and 0.11 in rats after a 30 mg / kg @DRUG$ .o. dose .	The brain area under the curve ( 0 - 24 hours ) Kp , uu values of @DRUG$ were 0.03 in mice and 0.11 in rats after a 30 mg / kg @DRUG$ .o. dose .	0
0	OBJECTIVES: Helium produces preconditioning by activating prosurvival kinases, but the roles of reactive oxygen species (ROS) or mitochondrial @DRUG$-regulated @DRUG$ (K(ATP)) channels in this process are unknown.	OBJECTIVES : atomic number  produces preconditioning by activating prosurvival kinases , but the roles of responsive oxygen specie ( ROS ) or mitochondrial @DRUG$ - regulated @DRUG$ ( K( ATP ) ) channels in this process are unknown .	OBJECTIVES : Helium unknown , by activating prosurvival kinases preconditioning ) the roles of reactive oxygen species ( ROS ) or mitochondrial @DRUG$ - regulated @DRUG$ ( K( ATP ) but channels in this process are produces .	OBJECTIVES Helium preconditioning by activating prosurvival kinases , but the roles of reactive oxygen species ( ROS ) or mitochondrial @DRUG$ - regulated @DRUG$ ( ATP ) ) channels in this process are unknown .	Helium produces preconditioning by activating prosurvival kinases, but the roles of reactive oxygen species (ROS) or mitochondrial @DRUG$-regulated @DRUG$ (K(ATP)) channels in this process are unknown.	0
0	Transdermal @DRUG$/@DRUG$: a review of its use in hormonal contraception.	Transdermal @DRUG$ / @DRUG$ : a review of its habituate in hormonal contraception .	Transdermal @DRUG$ / @DRUG$ : a in of its use review hormonal contraception .	Transdermal @DRUG$ / @DRUG$ : review of its use in contraception .	@DRUG$ is a drug that is used to treat hormonal contraception.	1
0	These efforts led to the second generation of macrolides, including well-known members such @DRUG$ azithromycin and @DRUG$.	These efforts led to the second propagation of macrolides , including easily -known members such @DRUG$ azithromycin and @DRUG$ .	These efforts led to the second macrolides of generation , and well -known members such @DRUG$ azithromycin including @DRUG$ .	These efforts led to the second generation of macrolides , including well -known members such @DRUG$ azithromycin and @DRUG$ .	The second generation of macrolides, including well-known members such as azithromycin and erythromycin, was developed as a result of these efforts.	1
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 @DRUG$/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/@DRUG$.	In comparative trial run in the management of hypertension , the combination of mavik 1 or 2 @DRUG$ / d and verapamil ER 180 mg /d was statistically indistinguishable from or superordinate to the combinations of tenormin 50 or 100 mg /d positive thalidone 12.5 or 25 mg /d , capoten 50 mg / d positive HCTZ 25 mg /d , lisinopril 20 mg / d positive HCTZ 12.5 mg /d , and lopressor 100 mg / d positive HCTZ 12.5 mg / @DRUG$ .	In to trials in the management of hypertension , the combination of comparative metoprolol or 2 @DRUG$ / d and verapamil d 180 mg /d was statistically indistinguishable from or superior mg the combinations of atenolol 50 or trandolapril plus /d plus chlorthalidone 12.5 or 25 100 /d , captopril 50 mg / d plus HCTZ 25 mg /d , lisinopril 20 mg plus d mg HCTZ 12.5 mg /d , and 1 100 mg / ER / HCTZ 12.5 mg / @DRUG$ .	In comparative trials in the management of hypertension , the combination of trandolapril 1 2 @DRUG$ / d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ mg /d lisinopril 20 mg / d plus HCTZ 12.5 mg /d , and metoprolol 100 mg / d plus HCTZ 12.5 mg / @DRUG$ .	The combination of trandolapril 1 or 2 @DRUG$ / d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d	1
0	Two intramuscular injections totaling 3 U/kg body weight during the first 30 hours of treatment lowered the plasma urate level from 910 to 190 mumol/@DRUG$ (15.3 to 3.2 mg/dL), after which a dose of 2 U/kg every 5 to 6 days maintained the plasma @DRUG$ level at 540 mumol/L (9 mg/dL) or lower.	Two intramuscular shot totaling 3 U / kg personify weight down during the first 30 hours of treatment frown the plasm urate level from 910 to 190 mumol / @DRUG$ ( 15.3 to 3.2 mg / dL ) , after which a dose of  U / kg every 5 to 6 days maintained the plasm @DRUG$ level at 540 mumol / L ( nine mg / dL ) or lower .	Two intramuscular kg totaling 3 U / / body weight during the first 30 hours of treatment lowered the plasma urate level from 6 to 190 mumol after @DRUG$ ( 15.3 to 3.2 mg / dL ) a / lower , dose of 2 U / 910 every 5 to injections days maintained the plasma @DRUG$ level at 540 mumol kg L ( 9 mg / dL ) or which .	Two intramuscular injections totaling 3 U / kg body weight during first 30 hours of treatment lowered the urate level from to 190 mumol / @DRUG$ ( to 3.2 mg / dL ) , after which dose 2 / kg every 5 to 6 days maintained the plasma @DRUG$ level at 540 mumol / L ( 9 mg / dL ) lower .	@DRUG$ lowered the plasma urate level from 910 to 190 mumol / L ( 15.3 to 3.2 mg / dL ) . After that, a dose of 2 U / kg every 5 to 6 days maintained the plasma @DRUG$ level at 540 mumol / L	0
0	No simultaneous reactions or cross-reactions were shown to @DRUG$, @DRUG$-tert-butylphenol, p-tert-butylcatechol, 2(3)-tert-butyl-4-hydroxyanisole (BHA) or 3,5-di-tert-butyl-4-hydroxytoluene (BHT).	nobelium coincident reactions or cross-reactions were shown to @DRUG$ , @DRUG$ - tert- butylphenol , p-tert- butylcatechol , 2 ( triplet ) - tert-butyl-4-hydroxyanisole ( BHA ) or 3,5- di-tert-butyl-4-hydroxytoluene ( BHT ) .	No simultaneous reactions or cross-reactions were tert-butyl-4-hydroxyanisole to @DRUG$ , @DRUG$ - tert- ( , p-tert- butylcatechol , 2 butylphenol 3 ) - BHT ( BHA ) or 3,5- di-tert-butyl-4-hydroxytoluene ( shown ) .	No simultaneous reactions or were shown to @DRUG$ , @DRUG$ - tert- butylphenol , p-tert- butylcatechol , 2 ( 3 ) - ( BHA 3,5- di-tert-butyl-4-hydroxytoluene ( BHT ) .	No simultaneous reactions or cross-reactions were shown to @DRUG$ or @DRUG$ .	0
0	A randomized, controlled, dose-guiding study of the oral direct @DRUG$ inhibitor @DRUG$ compared with standard therapy for the treatment of acute deep vein thrombosis: THRIVE I.	A randomized , controlled , dose- guiding study of the oral direct @DRUG$ inhibitor @DRUG$ compared with standard therapy for the discussion of penetrating deep vena thrombosis : THRIVE I .	A randomized , I , dose- controlled study of the oral direct @DRUG$ inhibitor @DRUG$ compared guiding standard therapy for the treatment of acute deep vein thrombosis : THRIVE with .	A randomized , controlled , dose- study of the oral direct @DRUG$ inhibitor @DRUG$ with standard therapy for the treatment of acute deep vein thrombosis : THRIVE .	A study that compared the effectiveness of a new drug (@DRUG$) with standard therapy for the treatment of a medical condition (deep vein thrombosis).	1
0	Based on these characterization studies, including C-11 labeled @DRUG$ (DMI), 2-hydroxydesipramine (HDMI), talopram, talsupram, nisoxetine (Nis), oxaprotiline (Oxap), lortalamine (Lort) and C-11 and @DRUG$-18 derivatives of reboxetine (RB), methylreboxetine (MRB) and their individual (R, R) and (S, S) enantiomers, in conjunction with studies with radiolabeled 4-iodo-tomoxetine and 2-iodo-nisoxetine, we have identified the superiority of (S, S)-[(11)C]MRB and the suitability of the MRB analogs as potential NET ligands for PET.	Based on these characterization studies , including C-11 label @DRUG$ ( DMI ) , 2-hydroxydesipramine ( HDMI ) , talopram , talsupram , nisoxetine ( ni ) , oxaprotiline ( Oxap ) , lortalamine ( Lort ) and C-11 and @DRUG$ - 18 derivatives of edronax ( RB ) , methylreboxetine ( MRB ) and their person ( gas constant , gas constant ) and ( siemens , siemens ) enantiomers , in concurrence with studies with radiolabeled quaternity - iodo - tomoxetine and 2 - iodo - nisoxetine , we have identified the superiority of ( siemens , siemens ) - [ ( 11 ) light speed ] MRB and the suitability of the MRB analogue as potentiality NET ligand for PET .	Based on these the studies , including characterization labeled @DRUG$ ( DMI ) , 2-hydroxydesipramine ( HDMI ) - we enantiomers talsupram , nisoxetine C-11 Nis ) , oxaprotiline ( Oxap ) , lortalamine and Lort ) and C-11 and @DRUG$ - 18 derivatives of reboxetine ( , ) , methylreboxetine ( MRB , and their individual ( R , R ) ( ( S , S ) , RB in C with studies with radiolabeled 4 - iodo - tomoxetine and - - iodo 2 nisoxetine , talopram have identified ( superiority of ( S , S ) ) [ ( 11 ) conjunction ] MRB and the suitability of the MRB analogs as potential NET ligands for PET .	Based on these characterization studies , including C-11 labeled @DRUG$ ( DMI ) , 2-hydroxydesipramine ( HDMI ) , talopram , talsupram , nisoxetine ( Nis ) , oxaprotiline ( Oxap , lortalamine ( Lort and C-11 and @DRUG$ - 18 derivatives of ( RB ) , methylreboxetine ( ) and their individual ( R R ) and ( S S ) enantiomers , in conjunction with studies with radiolabeled 4 - - and 2 - iodo - nisoxetine , we have the superiority of ( S , S ) - [ ( 11 ) C ] MRB and the suitability of the MRB analogs as potential NET ligands for PET .	Based on these characterization studies, including C-11 labeled @DRUG$ (DMI), 2-hydroxydesipramine (HDMI), talopram, talsupram, nisoxetine (Nis), oxaprotiline (Oxap), lortal	1
0	In addition to elucidating our understanding of the effects of iodine/iodide on breast cancer, this work suggests that @DRUG$/iodide may be useful @DRUG$ an adjuvant therapy in the pharmacologic manipulation of the estrogen pathway in women with breast cancer.	In add on to elucidating our understanding of the effects of iodine / iodide on breast cancer , this work suggests that @DRUG$ / iodide may be useful @DRUG$ an ancillary therapy in the pharmacologic handling of the estrogen pathway in adult female with breast cancer .	In addition to elucidating our understanding of the adjuvant of iodine / iodide on breast cancer , this work suggests that @DRUG$ / iodide may pharmacologic useful @DRUG$ an effects therapy be the in in of the estrogen pathway manipulation women with breast cancer .	In addition elucidating our understanding of the of iodine / iodide on breast cancer , this work suggests that @DRUG$ / iodide may be useful @DRUG$ an adjuvant therapy in the pharmacologic manipulation of the estrogen pathway in women with breast cancer .	@DRUG$ / iodide may be useful @DRUG$ an adjuvant therapy in the pharmacologic manipulation of the estrogen pathway in women with breast cancer .	0
1	Although 3-day intravenous therapy with @DRUG$ 7.5 mg/kg/day has shown superior efficacy to rehydration and forced diuresis in the management of hypercalcaemia of malignancy, the efficacy of the drug is lower than that of the newer bisphosphonates, @DRUG$ and clodronic acid.	Although 3 - day intravenous therapy with @DRUG$ 7.5 mg / kg / day has shown superior efficacy to rehydration and impel diuresis in the direction of hypercalcaemia of malignity , the efficacy of the drug is lower than that of the modern bisphosphonates , @DRUG$ and clodronic superman .	Although 3 - day intravenous therapy with @DRUG$ 7.5 has diuresis kg / day of shown superior efficacy to rehydration the forced / in the management of hypercalcaemia of malignancy mg the efficacy of the drug is lower than that , and newer bisphosphonates , @DRUG$ and clodronic acid .	3 day intravenous therapy with @DRUG$ 7.5 mg / kg day has shown superior efficacy to rehydration and forced diuresis in the management of hypercalcaemia of malignancy , efficacy of the drug is lower than that of the newer bisphosphonates , @DRUG$ and clodronic .	@DRUG$ is less effective than @DRUG$ in treating hypercalcaemia of malignancy.	0
0	Safety and efficacy of a lipid emulsion containing a mixture of @DRUG$ oil, medium-chain triglycerides, @DRUG$ oil, and fish oil: a randomised, double-blind clinical trial in premature infants requiring parenteral nutrition.	Safety and efficacy of a lipid emulsion containing a mixture of @DRUG$ oil , medium -chain triglycerides , @DRUG$ oil , and fish oil : a randomise , image - screen clinical test in premature infants requiring parenteral nutrition .	Safety and efficacy of a lipid emulsion a randomised mixture of @DRUG$ oil , -chain medium triglycerides , @DRUG$ oil , and fish oil : containing a , double - blind trial clinical in premature infants requiring parenteral nutrition .	Safety and efficacy of a lipid containing a mixture of @DRUG$ oil -chain triglycerides , @DRUG$ oil , and fish oil a randomised , double - blind clinical in premature infants requiring parenteral nutrition .	The safety and efficacy of a lipid emulsion containing a mixture of @DRUG$ oil, medium-chain triglycerides, @DRUG$ oil, and fish oil has been studied in a randomised, double-blind clinical trial in premature infants requiring parenteral nutrition.	0
0	A HPLC method with diode-array detection, at 265 nm, was developed and validated for the determination of ten sulfonamides (SAs): sulfadiazine (SDZ), sulfathiazine (STZ), sulfamethoxine (SMTH), sulfamethizole (@DRUG$), sulfamethoxypyridazine (SMPZ), sulfamonomethoxine (SMMX), sulfamethoxazole (SMXZ), sulfisoxazole (SIX), @DRUG$ (SDMX), and sulfaquinoxaline (SQX) in milk.	axerophthol HPLC method acting with diode-array detecting , at 265 nm , was recrudesce and formalise for the finding of ten sulfa drug ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( @DRUG$ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX ) , sulfamethoxazole ( SMXZ ) , sulfisoxazole ( SIX ) , @DRUG$ ( SDMX ) , and sulfaquinoxaline ( SQX ) in milk .	, HPLC method for diode-array and , at 265 nm , was developed and validated with the sulfaquinoxaline of ten SIX ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( determination ) , sulfamethoxine ( SMTH ) , sulfamethizole ( @DRUG$ ) , sulfamethoxypyridazine ( SMPZ ) ) sulfamonomethoxine ( SMMX ) , sulfamethoxazole ( SMXZ ) A sulfisoxazole ( sulfonamides ) , @DRUG$ ( SDMX ) , detection STZ ( SQX , in milk .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( @DRUG$ ) , sulfamethoxypyridazine ( SMPZ ) , ( SMMX ) , sulfamethoxazole ( SMXZ ) , sulfisoxazole ( ) , @DRUG$ ( SDMX ) , sulfaquinoxaline ( SQX ) in .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH )	1
0	The present study was conducted to determine, in lactating women, whether oral galactose is directly incorporated from plasma @DRUG$ into @DRUG$ and galactose in milk lactose or via conversion of galactose to glucose in the liver.	The present study was conducted to determine , in give suck women , whether oral brain sugar is directly incorporated from plasma @DRUG$ into @DRUG$ and brain sugar in milk milk sugar or via conversion of brain sugar to glucose in the liver .	The present study was in to determine , conducted lactating women , whether oral galactose is directly incorporated from into @DRUG$ plasma @DRUG$ and galactose in milk liver or via conversion of galactose to glucose in the lactose .	The present study was conducted to determine , in lactating women , whether oral galactose is directly incorporated from plasma @DRUG$ into @DRUG$ and in milk or conversion of galactose to glucose in the .	The present study was conducted to determine whether oral galactose is directly incorporated from plasma @DRUG$ into @DRUG$ and galactose in milk lactose or via conversion of galactose to glucose in the liver ."In other words, DRUGA and DRUGB are related	0
0	The odds of receiving spironolactone while taking drospirenone were 2.66 (95%CI 2.53-2.80) times higher than the odds of receiving @DRUG$ and @DRUG$.	The odds of receiving spironolactone while taking drospirenone were 2.66 (  %  2.53 - 2.80 ) times higher than the odds of receiving @DRUG$ and @DRUG$ .	The odds of spironolactone receiving while the drospirenone were 2.66 ( 95 % CI 2.53 - 2.80 ) times higher than taking odds of receiving @DRUG$ and @DRUG$ .	The odds receiving spironolactone while taking drospirenone were 2.66 ( 95 % CI - ) times higher than the odds of @DRUG$ and @DRUG$ .	The odds of receiving spironolactone while taking drospirenone were 2.66 ( 95 % CI 2.53 - 2.80 ) times higher than the odds of receiving @DRUG$ and @DRUG$ .	0
0	Three triple-drug combination medications have also been introduced recently: Exforge HCT (@DRUG$/@DRUG$/HCTZ), Tribenzor (olmesartan/amlodipine/HCTZ), and Amturnide (aliskiren/amlodipine/hydrocholorothiazide).	troika triple- drug combination medications have as well been premise of late : Exforge HCT ( @DRUG$ / @DRUG$ / HCTZ ) , Tribenzor ( olmesartan / amlodipine / HCTZ ) , and Amturnide ( aliskiren / amlodipine / hydrocholorothiazide ) .	Three triple- drug combination medications have also been introduced ( / Exforge HCT recently @DRUG$ / @DRUG$ / HCTZ , , amlodipine ( olmesartan / amlodipine / HCTZ ) ) and Amturnide ( aliskiren : Tribenzor / hydrocholorothiazide ) .	Three triple- drug medications have also been recently : Exforge HCT ( @DRUG$ / @DRUG$ / HCTZ ) , Tribenzor ( / amlodipine / HCTZ , and Amturnide ( aliskiren / amlodipine hydrocholorothiazide ) .	Three triple- drug combination medications have also been introduced recently : Exforge HCT ( @DRUG$ / @DRUG$ / HCTZ ) , Tribenzor ( olmesartan / amlodipine / HCTZ ) , and Amturnide ( aliskiren / am	0
0	Neutrophil infiltration (indicated by myeloperoxidase activity in the mucosa) was associated with up-regulation of ICAM-1 and expression of @DRUG$-selectin and high levels of @DRUG$.	Neutrophil percolation ( indicated by myeloperoxidase activity in the mucosa ) was associated with up-regulation of ICAM - ane and expression of @DRUG$ - selectin and high gear levels of @DRUG$ .	Neutrophil infiltration ( indicated by myeloperoxidase activity in the with ) associated high mucosa up-regulation of ICAM - 1 and expression of @DRUG$ - selectin and was levels of @DRUG$ .	Neutrophil ( indicated by activity in the mucosa ) was associated with up-regulation ICAM 1 expression of @DRUG$ - selectin and high levels of @DRUG$ .	The presence of @DRUG$ was associated with increased levels of @DRUG$ .	0
0	Following a single im injection of 32.8 mg testosterone enanthate or 32.7 mg dihydrotestosterone-enanthate, i.e. 23.6 @DRUG$ of pure steroid, in the orchidectomized cynomolgus monkeys, serum @DRUG$ and dihydrotestosterone levels rose to 400 and 800% of baseline, respectively, within 24 h. Androgen levels remained in that range for 3-5 days followed by a continuous decline until baseline values were attained after 4-5 weeks.	keep abreast a exclusive im injection of 32.8 mg testosterone enanthate or 32.7 mg dihydrotestosterone -enanthate , i.e. 23.6 @DRUG$ of pure steroid , in the orchidectomized cynomolgus monkeys , serum @DRUG$ and dihydrotestosterone levels rose to four hundred and 800 % of baseline , respectively , within 24 h. Androgen levels remained in that crop for 3 -  days travel along by a uninterrupted decline until baseline values were attained after 4 -  weeks .	Following a single im injection of 32.8 mg testosterone enanthate or serum until dihydrotestosterone -enanthate , to 23.6 @DRUG$ of pure mg , in the orchidectomized by monkeys , 32.7 @DRUG$ and dihydrotestosterone levels rose i.e. 400 , 800 % of baseline and a , within 24 h. Androgen levels remained in that range for 3 - 5 days followed cynomolgus respectively continuous decline steroid baseline values were attained after 4 - 5 weeks .	Following a single im injection of 32.8 testosterone enanthate or 32.7 mg dihydrotestosterone -enanthate , 23.6 @DRUG$ of pure steroid in the orchidectomized cynomolgus monkeys , serum @DRUG$ and dihydrotestosterone levels rose to 400 and 800 % of baseline , respectively , 24 h. Androgen levels remained in range for - days followed by a continuous until baseline values were attained 4 - weeks .	Following a single injection of testosterone enanthate or dihydrotestosterone enanthate, serum levels of @DRUG$ and dihydrotestosterone rose to 400 and 800% of baseline, respectively, within 24 hours. Androgen levels remained in that range for 3-5 days followed by	1
0	Experience with @DRUG$ is more developed in children using intramuscular injection, while experience with @DRUG$ is greater in adults with perineural injection.	Experience with @DRUG$ is more developed in tyke using intramuscular injection , while experience with @DRUG$ is greater in adult with perineural injection .	Experience adults @DRUG$ is more developed in children using with injection , while experience intramuscular @DRUG$ is greater in with with perineural injection .	Experience with @DRUG$ is developed in children using intramuscular injection , while experience with @DRUG$ is greater in with perineural injection .	@DRUG$ is more commonly used in children, while @DRUG$ is more commonly used in adults.	0
1	METHODS: Each woman received 200 mg mifepristone and 36-48 hours later either 1 @DRUG$ gemeprost vaginal pessary every 6 hours for 18 hours or 4 x 200 microg misoprostol tablets vaginally followed by 2 x 200 microg @DRUG$ tablets orally every 3 hours for 12 hours.	method acting : Each woman received 200 mg mifepristone and 36 -  hours belated either 1 @DRUG$ gemeprost vaginal pessary every 6 hours for 18 hours or 4 decade 200 microg misoprostol tablets vaginally followed by 2 decade 200 microg @DRUG$ tablets by word of mouth every 3 hours for 12 hours .	METHODS : every woman received 200 mg - by 36 mifepristone 48 4 later either 1 @DRUG$ gemeprost vaginal pessary Each 6 hours for 18 hours or hours x 200 microg misoprostol tablets vaginally followed and 2 x 200 microg @DRUG$ tablets orally every 3 hours for 12 hours .	METHODS : Each woman received 200 mg mifepristone and 36 - 48 later either 1 @DRUG$ gemeprost vaginal pessary every 6 hours for 18 hours or 4 x 200 microg misoprostol tablets vaginally followed by 2 x 200 @DRUG$ tablets orally every 3 hours for 12 hours .	Each woman received 200 mg mifepristone and 36 - 48 hours later either 1 @DRUG$ gemeprost vaginal pessary every 6 hours for 18 hours or 4 x 200 microg misoprostol tablets vaginally followed by 2 x 200 microg @DRUG$ tablets orally every	0
0	In vitro, the minimum concentration that completely inhibited growth of dermatophytes (MIC) and the minimum fungicidal concentrations (MFC) for butenafine against T. mentagrophytes and M. canis were similar (0.012 to 0.05 @DRUG$/@DRUG$) and were 4 to 130 times lower than those for naftifine, tolnaftate, clotrimazole and bifonazole.	inch vitro , the minimum concentration that completely inhibited ontogenesis of dermatophytes ( MIC ) and the minimum antifungal engrossment ( MFC ) for butenafine against T. mentagrophytes and M. canis were like ( 0.012 to 0.05 @DRUG$ / @DRUG$ ) and were 4 to 130 times lower than those for naftifine , tolnaftate , clotrimazole and bifonazole .	In vitro , were minimum naftifine that completely butenafine growth of dermatophytes ( MIC ) and ( minimum fungicidal concentrations the concentration ) for inhibited against T. mentagrophytes and M. canis the similar ( 0.012 to 0.05 @DRUG$ / @DRUG$ ) and were 4 to 130 times lower than those for MFC , tolnaftate , clotrimazole and bifonazole .	In vitro , the concentration that completely inhibited growth ( MIC ) and the minimum fungicidal concentrations ( MFC ) for butenafine against T. mentagrophytes and M. canis were similar ( 0.012 to 0.05 @DRUG$ / @DRUG$ and were 4 to 130 times lower than those naftifine , tolnaftate , clotrimazole and bifonazole .	The minimum concentration that completely inhibited growth of dermatophytes ( MIC ) and the minimum fungicidal concentrations ( MFC ) for butenafine against T. mentagrophytes and M. canis were similar ( 0.012 to 0.05 @DRUG$ / @DRUG$ )	0
0	In short-term evaluations (eight to ten days after therapy), 0.4% terconazole cream was @DRUG$ effective as 2.0% @DRUG$ nitrate cream and significantly superior microbiologically in one study.	In short - term evaluations ( ogdoad to ten day after therapy ) , 0.4 % terconazole cream was @DRUG$ effective as 2.0 % @DRUG$ nitrate cream and importantly superior microbiologically in one study .	In short - term evaluations ( eight to ten days after therapy ) microbiologically 0.4 % significantly cream was @DRUG$ effective one 2.0 % @DRUG$ nitrate cream and terconazole superior , in as study .	In short - ( eight to ten days after therapy ) % terconazole cream was @DRUG$ effective as % @DRUG$ nitrate cream and significantly superior microbiologically in one study .	In short - term evaluations ( eight to ten days after therapy ) , 0.4 % terconazole cream was @DRUG$ effective as 2.0 % @DRUG$ nitrate cream and significantly superior microbiologically in one study .	0
0	A novel, potent, and selective 5-HT(7) antagonist: (@DRUG$)-3-(2-(2-(4-methylpiperidin-1-yl)ethyl)pyrrolidine-1-sulfonyl) phen ol (@DRUG$).	A novel , potent , and selective 5 - HT ( vii ) antagonist : ( @DRUG$ ) -3-( 2-( deuce -( 4- methylpiperidin-1-yl ) ethyl group ) pyrrolidine-1-sulfonyl ) phen ol ( @DRUG$ ) .	A novel 2 : , and selective 5 - HT ( 7 ) antagonist potent pyrrolidine-1-sulfonyl @DRUG$ ) -3-( 2-( , -( 4- methylpiperidin-1-yl ) ethyl ) ( ) phen ol ( @DRUG$ ) .	A novel , potent , and selective 5 HT ( 7 ) antagonist : ( @DRUG$ -3-( 2-( 2 -( 4- methylpiperidin-1-yl ethyl ) pyrrolidine-1-sulfonyl ) phen ol ( @DRUG$ ) .	@DRUG$ is a novel, potent, and selective 5-HT (7) antagonist: (DRUGA) -3-(2-(2-((4-methylpiperidin-1-yl)ethyl)pyrrolidine-1-sulfonyl)phenol	1
0	Compared with the control group, the DDVP-treated group showed statistically significantly increased intensities of indoxyl sulfate, estrone sulfate, cholic acid, deoxycholic acid, p-cresol, p-cresol sulfate, and orotic acid but decreased intensities of suberic acid, @DRUG$, @DRUG$, hippuric acid, taurine, phosphocreatine, 3-hydroxyanthranilic acid, and kynurenic acid.	compare with the see to it chemical group , the DDVP - treated chemical group showed statistically importantly increased vividness of indoxyl sulfate , estrone sulfate , cholic acid , deoxycholic acid , p-cresol , p-cresol sulfate , and orotic acid but decreased vividness of suberic acid , @DRUG$ , @DRUG$ , hippuric acid , taurine , phosphocreatine ,  - hydroxyanthranilic acid , and kynurenic acid .	Compared with the control group , acid DDVP - treated group showed the , increased intensities of indoxyl sulfate , estrone sulfate , cholic acid , deoxycholic acid , p-cresol , p-cresol sulfate , and orotic acid but decreased intensities of suberic acid , @DRUG$ and @DRUG$ , hippuric acid , taurine , phosphocreatine , 3 - hydroxyanthranilic statistically , significantly kynurenic acid .	Compared with the control , the DDVP - treated group showed significantly increased intensities of indoxyl sulfate , estrone sulfate , acid , deoxycholic acid , , p-cresol sulfate , and orotic acid but decreased intensities of suberic acid , @DRUG$ , @DRUG$ , hippuric acid , taurine , phosphocreatine , 3 hydroxyanthranilic acid , and kynurenic acid .	Compared with the control group, the DDVP-treated group showed statistically significantly increased intensities of indoxyl sulfate, estrone sulfate, cholic acid, deoxycholic acid, p-cresol, p-cresol sulfate, and orotic acid but	1
0	Final report on the safety assessment of aluminum silicate, calcium silicate, magnesium @DRUG$ silicate, magnesium silicate, magnesium trisilicate, sodium magnesium silicate, zirconium silicate, attapulgite, bentonite, Fuller's earth, hectorite, kaolin, lithium magnesium silicate, lithium magnesium sodium silicate, @DRUG$, pyrophyllite, and zeolite.	final exam report card on the safety appraisal of al silicate , calcium silicate , magnesium @DRUG$ silicate , magnesium silicate , magnesium trisilicate , sodium magnesium silicate , zirconium silicate , attapulgite , bentonite , Fuller 's earth , hectorite , kaoline , lithium magnesium silicate , lithium magnesium sodium silicate , @DRUG$ , pyrophyllite , and zeolite .	Final report on the safety assessment of aluminum silicate , calcium silicate , magnesium @DRUG$ silicate , magnesium , earth magnesium trisilicate , sodium magnesium , , zirconium silicate , attapulgite , bentonite , Fuller 's , silicate hectorite , kaolin , lithium magnesium silicate , lithium sodium magnesium silicate , @DRUG$ , pyrophyllite silicate and zeolite .	Final report on the safety assessment of aluminum silicate , calcium silicate , magnesium @DRUG$ silicate , magnesium silicate , magnesium trisilicate , sodium magnesium silicate , zirconium silicate , attapulgite bentonite , Fuller 's earth , hectorite , kaolin , lithium magnesium silicate , lithium magnesium sodium silicate , @DRUG$ , pyrophyllite , and zeolite .	@DRUG$ is a mineral that is used in many different products, including drugs. @DRUG$ is a mineral that is also used in many different products, including drugs.	0
0	The top 15 most frequently positive allergens were nickel sulfate (19.5%), Myroxylon pereirae (11.0%), neomycin (10.1%), fragrance mix I (9.4%), quaternium-15 (8.6%), cobalt chloride (8.4%), bacitracin (7.9%), @DRUG$ (7.7%), methyldibromoglutaronitrile/phenoxyethanol (5.5%), @DRUG$ (5.3%), propolis (4.9%), carba mix (4.5%), potassium dichromate (4.1%), fragrance mix II (3.6%), and methylchloroisothiazolinone/methylisothiazolinone (3.6%).	The tip 15 most often positive allergen were atomic number  sulfate ( 19.5 % ) , genus myroxylon pereirae ( 11.0 % ) , fradicin ( 10.1 % ) , redolence conflate atomic number  ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , co chloride ( 8.4 % ) , bacitracin ( 7.9 % ) , @DRUG$ ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , @DRUG$ ( 5.3 % ) , propolis ( 4.9 % ) , carba conflate ( 4.5 % ) , atomic number  dichromate ( 4.1 % ) , redolence conflate II ( 3.6 % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 3.6 % ) .	The top 15 most frequently positive allergens were nickel sulfate ( 19.5 , ) % Myroxylon pereirae ( 11.0 5.5 ) , neomycin ( 10.1 % ) , II mix , ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , cobalt chloride ( 8.4 % ) , bacitracin ( 7.9 % ) , @DRUG$ ( 7.7 ( fragrance , methyldibromoglutaronitrile / phenoxyethanol % % % ) , @DRUG$ ) 5.3 % ) , propolis % 4.9 % ) , carba mix ( 4.5 ( ) , potassium dichromate ( 4.1 % ( I ) mix fragrance ( 3.6 % ) methylchloroisothiazolinone and , / methylisothiazolinone ( 3.6 % ) .	The 15 most frequently allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( % ) fragrance mix I ( 9.4 % ) , quaternium - 15 ( 8.6 ) , cobalt chloride 8.4 , ( 7.9 % ) , @DRUG$ ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , @DRUG$ ( % ) , propolis ( 4.9 % ) , carba mix ( 4.5 % ) , potassium dichromate 4.1 % ) , fragrance II ( 3.6 % ) , and methylchloroisothiazolinone / ( 3.6 % ) .	The top 15 most frequently positive allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I ( 9.4 % ) , quaternium - 15 ( 8	1
0	All patients enrolled had essential hypertension and underwent a placebo run-in period of 2 weeks before randomization to either lercanidipine tablets 10-20 @DRUG$ once daily or @DRUG$ tablets 50-100 mg once daily.	entirely patients enrolled had essential hypertension and underwent a placebo run-in period of two calendar week before randomization to either lercanidipine tablets 10 - 20 @DRUG$ once daily or @DRUG$ tablets 50 - 100 mg once daily .	All patients enrolled had essential hypertension and once a placebo daily period of 2 weeks before randomization to either lercanidipine tablets 10 - 20 @DRUG$ once run-in or @DRUG$ tablets 50 daily 100 mg underwent - .	All patients enrolled had essential hypertension and underwent placebo run-in period of weeks before randomization to either lercanidipine tablets 10 20 @DRUG$ daily @DRUG$ tablets 50 - 100 mg once daily .	All patients enrolled had essential hypertension and underwent a placebo run-in period of 2 weeks before randomization to either lercanidipine tablets 10 - 20 mg once daily or 50 - 100 mg once daily .	1
0	Sixteen healthy subjects received 250 mg relebactam with 500 mg @DRUG$-@DRUG$, given intravenously every 6 h for 5 doses, and were randomized to bronchoscopy/bronchoalveolar lavage at 0.5, 1, 1.5, or 3 h after the last dose (4 subjects per time point).	Sixteen healthy subjects received 250 mg relebactam with 500 mg @DRUG$ - @DRUG$ , given intravenously every 6 total heat for quintuplet doses , and were randomize to bronchoscopy / bronchoalveolar lavage at 0.5 , i , 1.5 , or 3 total heat after the last dose ( 4 subjects per time show ) .	Sixteen healthy subjects received 250 mg relebactam with 500 mg @DRUG$ the @DRUG$ doses given intravenously every 6 h for 5 , , and were randomized to bronchoscopy / - lavage at 0.5 , 1 , after , or 3 h 1.5 bronchoalveolar last dose ( 4 subjects per time point ) .	Sixteen healthy subjects received 250 mg relebactam with 500 mg @DRUG$ - @DRUG$ , given intravenously every 6 h for 5 doses , were randomized to bronchoalveolar lavage at 0.5 , 1 , , or 3 after the dose ( 4 subjects per time point ) .	Sixteen healthy subjects received 250 mg relebactam with 500 mg @DRUG$ - @DRUG$ , given intravenously every 6 h for 5 doses . They were then randomized to bronchoscopy / bronchoalveolar lavage at 0.5 , 1 , 1.5 ,	0
1	Furthermore, the inhibitory potency of @DRUG$ did not vary when measured on @DRUG$ receptors from different brain regions or with different subunit compositions.	furthermore , the inhibitory potency of @DRUG$ did not vary when measured on @DRUG$ receptors from different brain regions or with different fractional monetary unit compositions .	Furthermore , the inhibitory potency of @DRUG$ did not vary different measured on @DRUG$ receptors from different brain compositions or with when subunit regions .	Furthermore the inhibitory potency of @DRUG$ did not vary when measured on @DRUG$ receptors different brain or with different subunit compositions	The inhibitory potency of @DRUG$ did not vary when measured on @DRUG$ receptors from different brain regions or with different subunit compositions .	0
0	The results suggest that edotecarin may serve as effective chemotherapy of colon cancer when used as a single agent, in combination with standard regimens and other topoisomerase inhibitors or with novel agents, such @DRUG$ the multitargeted @DRUG$ kinase inhibitor SU11248.	The results advise that edotecarin may serve as effective chemotherapy of colon cancer when used as a single agent , in compounding with standard regime and other topoisomerase inhibitors or with new agents , such @DRUG$ the multitargeted @DRUG$ kinase inhibitor SU11248 .	The results suggest that edotecarin may serve as effective chemotherapy of agent cancer when used as a , colon , with combination in standard regimens with other topoisomerase inhibitors or and novel agents single such @DRUG$ the multitargeted @DRUG$ kinase inhibitor SU11248 .	The results suggest that edotecarin may as effective chemotherapy of colon cancer when used as a single agent , in with standard regimens and other topoisomerase inhibitors or with novel such @DRUG$ the multitargeted @DRUG$ kinase inhibitor SU11248 .	Edotecarin may be an effective chemotherapy drug for colon cancer when used as a single agent, in combination with other standard treatments, or with novel agents such as the multitargeted kinase inhibitor SU11248.	1
1	These include anti-amyloid antibodies, active immunisation, selective secretase inhibitors and modulators, microtubule stabilisers (e.g., paclitaxel), R-@DRUG$, xaliproden, ONO-2506, FK962 (somatostatin releaser), SGS 742 (GABA(B) antagonist), TCH 346 (apoptosis inhibitor), Alzhemedtrade mark, phophodiesterase inhibitors, rosiglitazone, leuprolide, interferons, metal-protein attenuating compounds (e.g., PBT2), CX717, rasagaline, huperzine A, antioxidants and @DRUG$.	These let in anti-amyloid antibodies , combat ready immunization , selective secretase inhibitor and modulators , microtubule stabilisers ( eg , paclitaxel ) , R- @DRUG$ , xaliproden , ONO - 2506 , FK962 ( somatostatin releaser ) , element  742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade deutschmark , phophodiesterase inhibitor , rosiglitazone , leuprolide , interferons , metallic element - protein attenuating compounds ( eg , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidants and @DRUG$ .	, include anti-amyloid antibodies , active immunisation , selective secretase inhibitors , modulators antioxidants microtubule stabilisers ) e.g. , paclitaxel ) and R- @DRUG$ , xaliproden , ONO - 2506 , FK962 ( somatostatin releaser ) , SGS 742 ( GABA interferons B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark ( phophodiesterase inhibitors , rosiglitazone , leuprolide , metal , , - protein attenuating compounds ( e.g. , PBT2 ( , CX717 These rasagaline , huperzine A , , and @DRUG$ .	include anti-amyloid antibodies , active immunisation , secretase inhibitors and modulators , microtubule stabilisers ( e.g. , paclitaxel ) R- @DRUG$ , xaliproden , ONO - 2506 , FK962 ( somatostatin releaser ) , 742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark , inhibitors , rosiglitazone , leuprolide , interferons metal - protein attenuating compounds ( e.g. , PBT2 , CX717 , rasagaline , huperzine A , antioxidants and @DRUG$ .	@DRUG$ and @DRUG$ are two different things that are related to each other. DRUGA is a compound that is used to treat diseases, while DRUGB is a compound that is used to prevent diseases.	0
0	This review will discuss the current evidence for novel branded antibiotics that are highly effective in the treatment of multidrug-resistant infections by Gram-positive pathogens, namely ceftobiprole, ceftaroline, telavancin, @DRUG$, dalbavancin, tedizolid, besifloxacin, delafloxacin, ozenoxacin, and @DRUG$.	This reexamination will discuss the current evidence for novel branded antibiotic that are extremely effective in the treatment of multidrug -resistant infections by gram positive pathogens , namely ceftobiprole , ceftaroline , telavancin , @DRUG$ , dalbavancin , tedizolid , besifloxacin , delafloxacin , ozenoxacin , and @DRUG$ .	This antibiotics will discuss the branded evidence for novel current review that are highly effective in the treatment of multidrug -resistant , by Gram-positive pathogens , namely ceftobiprole , dalbavancin , telavancin infections @DRUG$ , ceftaroline , tedizolid , besifloxacin , delafloxacin , ozenoxacin , and @DRUG$ .	This review will discuss the current evidence for branded antibiotics that are highly effective in the treatment of multidrug infections by Gram-positive pathogens , namely ceftobiprole , ceftaroline , telavancin , @DRUG$ , dalbavancin , tedizolid besifloxacin , delafloxacin , ozenoxacin , and @DRUG$ .	The novel branded antibiotics ceftobiprole, ceftaroline, telavancin, @DRUG$, dalbavancin, tedizolid, besifloxacin, delafloxacin, ozenoxacin, and @DRUG$ are	0
0	In this article, we review the current data involving the modification of these cardiovascular risk factors by the @DRUG$ (metformin), the thiazolidinediones (troglitazone, rosiglitazone, and pioglitazone), the alpha-glucosidase inhibitors (miglitol, acarbose), and the insulin secretagogs (glyburide [glibenclamide], glipizide, chlorpropamide, tolbutamide, tolazamide, glimepiride, @DRUG$, and nateglinide).	In this article , we go over the electric current data imply the modification of these cardiovascular danger factors by the @DRUG$ ( glucophage ) , the thiazolidinediones ( troglitazone , rosiglitazone , and pioglitazone ) , the alpha-glucosidase inhibitor ( miglitol , acarbose ) , and the insulin secretagogs ( glyburide [ glibenclamide ] , glipizide , chlorpropamide , orinase , tolazamide , glimepiride , @DRUG$ , and nateglinide ) .	In insulin article , we review the current data ] the modification of these cardiovascular risk factors by the @DRUG$ ( metformin ) ( involving thiazolidinediones , troglitazone , rosiglitazone , and pioglitazone ) , the inhibitors alpha-glucosidase ( miglitol ) acarbose ) , and the this secretagogs , glyburide [ glibenclamide the , glipizide , chlorpropamide , tolbutamide , tolazamide , glimepiride , @DRUG$ , and nateglinide ( .	In this , we review the data involving modification of these cardiovascular factors by the @DRUG$ ( metformin ) , the ( troglitazone , rosiglitazone , and pioglitazone ) , the alpha-glucosidase inhibitors ( miglitol , acarbose ) , and the secretagogs ( glyburide [ glibenclamide ] , glipizide chlorpropamide , tolbutamide , tolazamide , glimepiride , @DRUG$ , and nateglinide )	We reviewed the data on how these drugs can modify cardiovascular risk factors.	1
0	Mean differences in percent change in lumbar spine BMD from baseline to 24 mo relative to placebo were 1.08 +/- 0.28%, 1.41 +/- 0.28%, 1.49 +/- 0.28%, and 1.49 +/- 0.28% for 10, 20, and 40 mg bazedoxifene and 60 @DRUG$ raloxifene, respectively (@DRUG$ < 0.001 for all comparisons).	Mean differences in pct change in lumbar backbone BMD from baseline to 24 mo congeneric to placebo were 1.08 +/- 0.28 % , 1.41 +/- 0.28 % , 1.49 +/- 0.28 % , and 1.49 +/- 0.28 % for 10 , 20 , and  milligram bazedoxifene and 60 @DRUG$ raloxifene , respectively ( @DRUG$ < 0.001 for all comparing ) .	0.28 differences in +/- change Mean lumbar spine BMD from baseline to 24 mo relative and placebo were 1.08 percent for % , 1.41 +/- 0.28 % , 1.49 +/- in % ) and 1.49 +/- 0.28 % for 10 , 20 , and 40 mg bazedoxifene to 60 @DRUG$ raloxifene , respectively ( @DRUG$ < 0.001 0.28 all comparisons , .	Mean differences in percent change in lumbar spine BMD from baseline to 24 mo relative placebo were 1.08 +/- % , 1.41 +/- 0.28 % , 1.49 +/- 0.28 % , and 1.49 +/- 0.28 % for 10 , 20 , and 40 mg bazedoxifene and 60 @DRUG$ raloxifene , respectively ( @DRUG$ < 0.001 for all comparisons ) .	The mean difference in percent change in lumbar spine BMD from baseline to 24 months relative to placebo was 1.08 +/- 0.28% for 10 mg bazedoxifene, 1.41 +/- 0.28% for 20 mg bazedoxifene, 1.49 +/-	1
0	Imidacloprid and acetamiprid were recovered at about 90% at the spike levels with 0.2 and 2 mg/kg in @DRUG$, potato, tomato, eggplant, Japanese radish, and @DRUG$.	Imidacloprid and acetamiprid were recovered at about 90 % at the spike out levels with 0.2 and 2 milligram / kilo in @DRUG$ , potato , tomato , eggplant , Japanese radish , and @DRUG$ .	Imidacloprid and radish were recovered at about 90 in and the spike levels with 0.2 at 2 mg / kg % @DRUG$ , potato , tomato , eggplant , Japanese acetamiprid , and @DRUG$ .	Imidacloprid and acetamiprid were at about % at the spike levels 0.2 and 2 / in @DRUG$ , potato tomato , eggplant , Japanese radish , and @DRUG$ .	Imidacloprid and acetamiprid were found in @DRUG$ at levels that were about 90% of the levels found in the other crops.	1
0	Consistent with the inhibition of FBPase, @DRUG$-lowering was associated with an accumulation of hepatic @DRUG$-fructose 1,6-bisphosphate and a reduction in hepatic d-fructose 6-phosphate.	Consistent with the inhibition of FBPase , @DRUG$ - lowering was associated with an accumulation of liverwort @DRUG$ - fructose 1,6 - bisphosphate and a decrease in liverwort d-fructose 6 - orthophosphate .	Consistent in the inhibition reduction FBPase , @DRUG$ - lowering was associated with an accumulation of hepatic @DRUG$ phosphate fructose 1,6 - bisphosphate and a of with hepatic d-fructose 6 - - .	Consistent with the inhibition of FBPase , @DRUG$ - lowering was associated with an accumulation of hepatic @DRUG$ fructose 1,6 - bisphosphate and a reduction in hepatic d-fructose 6 - phosphate .	The more @DRUG$ there is, the less @DRUG$ there is, and vice versa.	0
0	In drinking @DRUG$, @DRUG$ concentrations of 300 to 100 ppm produced no ill effects, whereas concentrations of 3000 to 30,000 ppm were lethal to rats and mice within 2 weeks.	In drinking @DRUG$ , @DRUG$ concentrations of three hundred to c ppm produced no ill effects , whereas concentrations of 3000 to 30,000 ppm were lethal to stinker and mice within 2 weeks .	In drinking @DRUG$ , @DRUG$ concentrations of 300 to 100 ppm produced no were effects , ill concentrations of 3000 to 30,000 ppm whereas mice to rats and lethal within 2 weeks .	In drinking @DRUG$ , @DRUG$ concentrations of 300 to 100 ppm produced no ill effects , whereas concentrations of 3000 to 30,000 ppm were lethal to rats and mice within 2 weeks .	The higher the concentration of @DRUG$ , the higher the concentration of @DRUG$ needed to produce toxic effects .	0
0	PURPOSE: To systematically review the evidence related to the efficacy and tolerability of selective serotonin reuptake inhibitors (SSRIs) and @DRUG$/@DRUG$ reuptake inhibitors (SNRIs) used for the treatment of vasomotor symptoms in perimenopausal and postmenopausal women.	PURPOSE : To systematically review the evidence related to the efficaciousness and tolerability of selective  hydroxytryptamine re uptake inhibitors ( SSRIs ) and @DRUG$ / @DRUG$ re uptake inhibitors ( SNRIs ) used for the treatment of vasomotor symptom in perimenopausal and postmenopausal women .	PURPOSE : To systematically review the evidence vasomotor to the and and tolerability of selective serotonin reuptake inhibitors ( efficacy ) and @DRUG$ / @DRUG$ reuptake inhibitors ) SNRIs ( used for the treatment of related symptoms in perimenopausal SSRIs postmenopausal women .	PURPOSE : To systematically review evidence to and tolerability of selective serotonin inhibitors ( SSRIs ) and @DRUG$ / @DRUG$ reuptake inhibitors ( ) used for the treatment of vasomotor symptoms in perimenopausal and postmenopausal women .	We looked at the evidence to see if SSRIs and SNRIs are effective and tolerable for treating vasomotor symptoms in perimenopausal and postmenopausal women.	1
0	AUCinf values for l-methylphenidate were only approximately 1% of d-methylphenidate (0.43, 0.96, and 1.82 @DRUG$.h/mL for the 18, 36, and 54 @DRUG$ dose groups, respectively).	AUCinf evaluate for l-methylphenidate were only approximately 1 % of d-methylphenidate ( 0.43 , 0.96 , and 1.82 @DRUG$.h/ cubic centimeter for the 18 , 36 , and 54 @DRUG$ dose groups , severally ) .	l-methylphenidate values for AUCinf were only approximately 1 54 of d-methylphenidate ( 0.43 , 0.96 , and 1.82 % mL for the 18 , 36 , and @DRUG$.h/ @DRUG$ dose groups , respectively ) .	AUCinf values for l-methylphenidate were only approximately 1 % of d-methylphenidate ( 0.43 , 0.96 , and 1.82 @DRUG$.h/ mL for the 18 , 36 , and @DRUG$ dose groups , respectively ) .	AUCinf values for l-methylphenidate were only approximately 1 % of d-methylphenidate ( 0.43 , 0.96 , and 1.82 @DRUG$.h/ mL for the 18 , 36 , and 54 @DRUG$ dose groups , respectively ) .	0
0	Trials investigating the efficacy of once-daily co-formulated elvitegravir/cobicistat/emtricitabine/tenofovir (EVG/COBI/FTC/TDF) demonstrate a high rate of virologic suppression with fewer CNS and psychiatric adverse events compared with @DRUG$-formulated efavirenz/@DRUG$/tenofovir.	Trials enquire the efficacy of once-daily co-formulated elvitegravir / cobicistat / emtricitabine / tenofovir ( EVG / COBI / FTC / TDF ) establish a highschool rate of virologic suppression with fewer CNS and psychiatric adverse issue compared with @DRUG$ - formulated efavirenz / @DRUG$ / tenofovir .	Trials investigating the efficacy of CNS co-formulated elvitegravir / cobicistat once-daily emtricitabine / fewer ( / EVG COBI / FTC / TDF ) demonstrate a high rate of virologic suppression with tenofovir / and psychiatric adverse events compared with @DRUG$ - formulated efavirenz / @DRUG$ / tenofovir .	Trials investigating the efficacy of once-daily co-formulated elvitegravir / cobicistat / emtricitabine / ( COBI / FTC / TDF ) demonstrate high rate of virologic suppression with fewer CNS psychiatric adverse events with @DRUG$ - formulated efavirenz / @DRUG$ / tenofovir .	Trials investigating the efficacy of once-daily co-formulated elvitegravir / cobicistat / emtricitabine / tenofovir ( EVG / COBI / FTC / TDF ) demonstrate a high rate of virologic suppression with fewer CNS	1
1	The results presented here provide evidence that the @DRUG$ receptor antagonism may contribute to clinically relevant effects of @DRUG$ like sedation, analgesia or neuroprotection.	The results confront here allow for evidence that the @DRUG$ receptor antagonism may contribute to clinically relevant effects of @DRUG$ like sedation , analgesia or neuroprotection .	The results presented analgesia here evidence that the @DRUG$ receptor antagonism may contribute to clinically relevant effects of @DRUG$ like sedation , provide or neuroprotection .	The results presented here provide evidence that the @DRUG$ receptor antagonism may contribute to clinically effects of @DRUG$ sedation , analgesia or neuroprotection .	The @DRUG$ receptor antagonism may contribute to clinically relevant effects of @DRUG$ like sedation, analgesia or neuroprotection.	0
0	Although binding affinity was not demonstrable at the serotonin (5-HT) transporter site (SERT), novel findings of the study included affinity for the 5-HT1A and 5-HT2B receptor sites for both @DRUG$- and l-MPH, with d-@DRUG$ exerting by far the most predominant effects at these sites.	Although binding kinship was not demonstrable at the serotonin ( quint - HT ) car transporter site ( SERT ) , novel findings of the study included kinship for the quint - HT1A and quint - HT2B sensory receptor sites for both @DRUG$ - and l-MPH , with d-@DRUG$ exerting by far the most preponderating effects at these sites .	Although binding affinity was study demonstrable at the serotonin ( 5 - HT ) most site ( SERT ) , novel findings of the not included affinity @DRUG$ the 5 - HT1A and 5 - l-MPH receptor sites for both for - and HT2B , by d-@DRUG$ exerting with far the transporter predominant effects at these sites .	Although binding affinity was not demonstrable at the serotonin ( 5 - HT ) transporter site ( SERT ) , novel findings of the study affinity for the 5 - HT1A and 5 - HT2B receptor sites for both @DRUG$ - and l-MPH with d-@DRUG$ exerting by far most predominant effects at these sites .	@DRUG$ binds to the serotonin (5-HT) transporter site (SERT) and the 5-HT1A and 5-HT2B receptor sites, but d-@DRUG$ has a much stronger affinity for these sites than DRUGA.	0
0	@DRUG$ alone caused an increase in heart rate, a rise in systolic blood pressure, a fall in serum potassium and a rise in both serum @DRUG$ and insulin.	@DRUG$ unequalled caused an increase in eye place , a rise in systolic blood pressure , a fall in serum potassium and a rise in both serum @DRUG$ and insulin .	@DRUG$ alone caused an increase in heart blood , a rise in systolic rate pressure , and fall in serum potassium a a rise insulin both serum @DRUG$ and in .	@DRUG$ alone caused an increase in heart rate , a rise in systolic blood pressure , a fall serum potassium and a rise both @DRUG$ and insulin .	@DRUG$ causes an increase in heart rate, a rise in systolic blood pressure, a fall in serum potassium, and a rise in both serum @DRUG$ and insulin.	0
0	In primates, flunixin meglumine at 10 @DRUG$/kg i.@DRUG$., produced a degree of analgesic efficacy comparable to that of a clinically effective dose of morphine (0.3 mg/kg).	In primates , flunixin meglumine at 10 @DRUG$ / kg i.@DRUG$ . , produced a degree of analgesic efficacy comparable to that of a clinically effective venereal infection of morphia ( 0.3 atomic number  / kg ) .	In primates , 10 meglumine at flunixin @DRUG$ / kg i.@DRUG$ . , produced dose degree of analgesic efficacy comparable mg that of a clinically effective a of morphine ( 0.3 to / kg ) .	In primates meglumine at 10 @DRUG$ / kg i.@DRUG$ . , produced a degree of analgesic efficacy comparable to that a dose of morphine ( 0.3 mg / kg )	For every 10 kilograms of @DRUG$, there is a corresponding dose of @DRUG$ that produces the same level of analgesia as 0.3 mg/kg of morphine.	0
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzocaine, p-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl @DRUG$, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and @DRUG$.	During the same full stop of study , there were significant lessen in positivity rates to neomycin , sweetness mixing I , formaldehyde , thiuram mixing , cinnamic aldehyde , propylene ethanediol , epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl @DRUG$ , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , pass around blue devil 106 , mercapto mixing , and @DRUG$ .	During there same period of study , dimethyl were significant decreases in positivity , to neomycin , fragrance mix I , formaldehyde , thiuram mix , ethylenediamine aldehyde , propylene glycol , epoxy resin , diazolidinyl urea , amidoamine , cinnamic , benzocaine , p-tert- butylphenol formaldehyde resin the dimethylol , hydantoin , cocamidopropyl @DRUG$ , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , disperse blue 106 , mercapto rates mix and @DRUG$ .	During the same study , there were significant decreases in positivity rates to neomycin , fragrance mix I , formaldehyde thiuram mix , cinnamic aldehyde , propylene glycol , epoxy resin , diazolidinyl urea , amidoamine , , benzocaine , p-tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl @DRUG$ , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , disperse blue 106 , mercapto mix , and @DRUG$ .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benz	1
0	In addition, other drugs, such as ezetimibe, @DRUG$, torcetrapib, avasimibe, @DRUG$, and niacin are also being considered to manage hyperlipidemia.	In addition , other drugs , such as ezetimibe , @DRUG$ , torcetrapib , avasimibe , @DRUG$ , and nicotinic acid are also being see to manage hyperlipidemia .	In addition , other drugs , , as ezetimibe such @DRUG$ , torcetrapib , avasimibe , @DRUG$ , and niacin are to being considered also manage hyperlipidemia .	addition , other drugs , such as ezetimibe , @DRUG$ , torcetrapib , avasimibe , @DRUG$ , and niacin are also being considered to manage hyperlipidemia .	@DRUG$ is being considered to manage hyperlipidemia, in addition to other drugs such as ezetimibe, torcetrapib, avasimibe, and niacin.	1
1	A total of 169 patients treated with @DRUG$ and 62 treated with @DRUG$ were included in this retrospective analysis, across 33 centers.	angstrom total of 169 patients treated with @DRUG$ and 62 treated with @DRUG$ were let in in this retrospective analysis , across 33 centers .	A total with 169 patients treated of @DRUG$ and 62 treated with @DRUG$ were included in this analysis retrospective , across 33 centers .	total of 169 patients treated with @DRUG$ 62 treated with @DRUG$ were included in retrospective analysis , across 33 centers .	A total of 169 patients treated with @DRUG$ and 62 treated with @DRUG$ were included in this retrospective analysis .	0
0	In the present study, animals with HF were treated with an oral administration of 10 @DRUG$/kg/day @DRUG$, 10 mg/kg/day enalapril and 3 mg/kg/day trandolapril from the 2nd to 12th week after the operation.	indium the present study , animals with HF were treated with an oral administration of 10 @DRUG$ / kg / sidereal day @DRUG$ , 10 mg / kg / sidereal day enalapril and 3 mg / kg / sidereal day trandolapril from the d to 12th hebdomad after the operation .	In the present study , animals after day were treated with an oral administration of 10 @DRUG$ / kg / day @DRUG$ , 10 mg / 3 / day enalapril and kg mg / kg / HF trandolapril week the 2nd to 12th from with the operation .	In the present study , animals with HF were treated with an oral administration of 10 @DRUG$ / kg / day @DRUG$ , 10 mg / kg / day and 3 mg / kg / day from the 2nd to 12th week after the operation .	Animals with HF were treated with an oral administration of 10 @DRUG$ / kg / day @DRUG$ , 10 mg / kg / day enalapril and 3 mg / kg / day trandolapril from the 2nd to 12th week after the operation .	0
0	OBJECTIVE: This study evaluated the relative bioavailability and pharmacokinetics of elvitegravir (@DRUG$), emtricitabine (FTC), @DRUG$ fumarate (TDF), and a investigational pharmacoenhancer, cobicistat (GS-9350, COBI) coformulated as a fixed-dose combination tablet (FDC) compared with ritonavir-boosted EVG and FTC + TDF in healthy subjects.	nonsubjective : This cogitation evaluated the relative bioavailability and pharmacokinetics of elvitegravir ( @DRUG$ ) , emtricitabine ( ftc ) , @DRUG$ fumarate ( TDF ) , and a investigational pharmacoenhancer , cobicistat ( constant of gravitation - 9350 , COBI ) coformulated as a limit - dose combination tablet ( FDC ) liken with ritonavir-boosted EVG and ftc + TDF in healthy subjects .	OBJECTIVE : This study - the relative bioavailability and pharmacokinetics of elvitegravir ( @DRUG$ ) ( emtricitabine fumarate FTC ) , @DRUG$ as ( TDF ) , and a investigational fixed , cobicistat ( GS evaluated 9350 , COBI ) coformulated , a pharmacoenhancer - dose combination tablet ritonavir-boosted FDC ) compared with ( EVG and FTC + TDF in healthy subjects .	OBJECTIVE : This evaluated the bioavailability and of elvitegravir ( @DRUG$ ) , emtricitabine FTC ) , @DRUG$ fumarate ( TDF ) , a investigational pharmacoenhancer , cobicistat ( GS - COBI ) coformulated as a fixed - dose combination tablet ( FDC compared ritonavir-boosted EVG FTC + TDF in healthy subjects .	The study found that elvitegravir, emtricitabine, and fumarate (@DRUG$) were all well-absorbed and had similar pharmacokinetics (the way a drug is processed in the body). @DRUG$ had a longer half-life than	0
0	In the case of non-response trough plasma concentrations of 400 microg/L for (R,S)-methadone or 250 microg/@DRUG$ for (@DRUG$)-methadone might be used as target values.	In the case of non-response trough blood plasma concentrations of 400 microg / L for ( R,S ) - methadone or 250 microg / @DRUG$ for ( @DRUG$ ) - methadone power be used as aim values .	In the case of non-response - plasma concentrations of 400 microg / L for ( R,S ) trough methadone or 250 microg / @DRUG$ for ( @DRUG$ ) - methadone might be used as target values .	In the case of non-response trough plasma concentrations of 400 microg / L for ( R,S ) - methadone 250 / @DRUG$ for @DRUG$ ) - methadone might be used target values .	If the concentration of @DRUG$ in the blood is 400 micrograms per liter or less, and the concentration of @DRUG$ is 250 micrograms per liter or less, then the patient is considered to be responding to the treatment.	0
0	The xenobiotics reviewed in depth include buprenorphine, clonidine, kratom, loperamide, and methadone, with additional information provided on @DRUG$, akuamma seeds, @DRUG$, and gabapentin.	The xenobiotics reviewed in depth include buprenorphine , clonidine , kratom , loperamide , and methadone , with extra data cater on @DRUG$ , akuamma seeds , @DRUG$ , and gabapentin .	The xenobiotics reviewed , depth include buprenorphine , clonidine , kratom , loperamide , and methadone provided with additional information , , @DRUG$ in akuamma seeds on @DRUG$ , and gabapentin .	The reviewed in depth include buprenorphine , clonidine , kratom , loperamide , and methadone , with additional information provided @DRUG$ , akuamma seeds , @DRUG$ , and gabapentin .	The xenobiotics reviewed in depth include buprenorphine , clonidine , kratom , loperamide , and methadone , with additional information provided on @DRUG$ and @DRUG$ .	0
0	321, 148-157; Hisaoka, @DRUG$., Maeda, N., Tsuchioka, @DRUG$., and Takebayashi, M. (2008) Brain Res.	321 , 148-157 ; Hisaoka , @DRUG$ . , Maeda , N. , Tsuchioka , @DRUG$. , and Takebayashi , M. ( 2008 ) genius atomic number  .	321 , 148-157 ; Hisaoka Brain @DRUG$ . , Maeda , N. , Tsuchioka , @DRUG$. , and Takebayashi , , ( 2008 ) M. Res .	148-157 ; Hisaoka , @DRUG$ . Maeda , N. , , @DRUG$. , and Takebayashi , M. 2008 ) Brain Res .	321" is a study that was published in the journal "Brain Research" in 2008. The study was conducted by Hisaoka, Maeda, Tsuchioka, and Takebayashi."148-157" is a section of the study that discusses the relationship between DRUG	1
1	@DRUG$ is a direct-acting reversible antagonist being developed for short-term infusion; @DRUG$ and prasugrel are oral prodrugs that provide irreversible inhibition via transient formation of active metabolites.	@DRUG$ is a direct-acting two sided antagonist being developed for short-term infusion ; @DRUG$ and prasugrel are oral prodrugs that provide irreversible inhibition via transitory formation of active metabolites .	@DRUG$ is a direct-acting reversible antagonist being developed for short-term infusion ; @DRUG$ metabolites prasugrel are active prodrugs that provide irreversible inhibition via transient formation of oral and .	@DRUG$ is a direct-acting reversible antagonist being developed for short-term infusion ; @DRUG$ and prasugrel oral prodrugs that provide irreversible transient formation of active metabolites	@DRUG$ is a drug that is being developed to act as a reversible antagonist. @DRUG$ is a prodrug that is converted into an irreversible inhibitor.	0
0	RESULTS: Evidence suggests that lycopene, decreased dietary fat, antioxidants such as alpha-tocopherol and selenium, nonsteroidal anti-inflammatory drugs and selective estrogen receptor modulators such @DRUG$ @DRUG$ and 5alpha-reductase inhibitors may prove useful for decreasing the risk of prostate cancer in a man.	RESULTS : Evidence suggests that lycopene , diminish dietary fat , antioxidant such as alpha-tocopherol and selenium , nonsteroid anti-inflammatory do drugs and selective estrogen receptor modulators such @DRUG$ @DRUG$ and 5alpha- reductase inhibitors may prove useful for decreasing the risk of prostate cancer in a man .	RESULTS : Evidence suggests that lycopene , decreased dietary prove , nonsteroidal such as alpha-tocopherol and reductase , antioxidants anti-inflammatory cancer and selective estrogen receptor modulators such @DRUG$ @DRUG$ and 5alpha- selenium inhibitors may fat useful for decreasing the risk of prostate drugs in a man .	RESULTS : Evidence suggests that lycopene , decreased dietary fat , antioxidants such as alpha-tocopherol selenium , nonsteroidal anti-inflammatory drugs and selective estrogen receptor modulators @DRUG$ @DRUG$ and 5alpha- reductase inhibitors may prove useful decreasing the risk of prostate cancer in man .	Some research suggests that lycopene, dietary fat, antioxidants, anti-inflammatory drugs, and estrogen receptor modulators may help reduce the risk of prostate cancer in men.	1
0	CO binds to @DRUG$, resulting in decreased @DRUG$ delivery to bodily tissues at toxicological concentrations.	CO binds to @DRUG$ , resulting in decreased @DRUG$ delivery to corporeal tissues at toxicological concentrations .	CO binds decreased @DRUG$ , resulting in to @DRUG$ delivery to bodily tissues at toxicological concentrations .	CO binds to @DRUG$ , resulting decreased @DRUG$ delivery to tissues at toxicological concentrations .	When CO binds to @DRUG$, it results in a decrease in the amount of @DRUG$ that is delivered to bodily tissues at toxicological concentrations.	0
0	An enzyme-linked immunosorbent assay showed halothane reactivity was significantly greater than that of enflurane, @DRUG$, desflurane, or @DRUG$, and that enflurane reactivity was significantly greater than desflurane or oxygen.	An enzyme-linked immunosorbent assay showed halothane responsiveness was significantly enceinte than that of enflurane , @DRUG$ , desflurane , or @DRUG$ , and that enflurane responsiveness was significantly enceinte than desflurane or atomic number  .	An , immunosorbent assay showed halothane reactivity was significantly greater than that of enflurane , @DRUG$ enzyme-linked desflurane than or @DRUG$ , and was enflurane reactivity that significantly greater , desflurane or oxygen .	An enzyme-linked immunosorbent assay showed halothane reactivity was significantly greater than that of enflurane , @DRUG$ , desflurane , or @DRUG$ , and enflurane reactivity was significantly greater than or oxygen .	Halothane reactivity was significantly greater than that of enflurane, @DRUG$, desflurane, or @DRUG$, and enflurane reactivity was significantly greater than desflurane or oxygen.	0
0	Ferric maltol is a novel ferric iron compound with potential use @DRUG$ an oral therapy for @DRUG$ deficiency anaemia.	Ferric maltol is a novel ferric iron compound with electric potential use @DRUG$ an viva therapy for @DRUG$ deficiency anaemia .	for maltol an a novel ferric iron compound with potential use @DRUG$ is oral therapy Ferric @DRUG$ deficiency anaemia .	Ferric maltol is a novel ferric iron compound with potential use @DRUG$ an oral therapy @DRUG$ deficiency anaemia .	Ferric maltol is a novel ferric iron compound that has potential as an oral therapy for @DRUG$ deficiency anaemia.	1
1	Adult, male rats anesthetized with tiletamine-@DRUG$ alone or tiletamine-zolazepam combined with @DRUG$ or butorphanol were evaluated for changes in heart rate, mean arterial blood pressure, arterial blood pH, and blood gases during a 75-min period of anesthesia.	Adult , male rats anesthetized with tiletamine - @DRUG$ alone or tiletamine -zolazepam combined with @DRUG$ or butorphanol were pass judgment for alteration in heart rate , mean arterial blood pressure , arterial blood pH , and blood gases during a  - min period of anaesthesia .	of , male rats anesthetized with tiletamine - @DRUG$ alone or tiletamine -zolazepam combined with @DRUG$ or butorphanol were evaluated for changes in heart arterial , Adult arterial blood pressure , rate blood pH , and blood gases during a 75 - min period mean anesthesia .	Adult , rats anesthetized with tiletamine - @DRUG$ alone tiletamine -zolazepam combined @DRUG$ or butorphanol were evaluated for changes in heart rate , mean arterial blood , arterial blood pH , and blood gases during a 75 min period of anesthesia	Adult, male rats anesthetized with tiletamine - @DRUG$ alone or tiletamine -zolazepam combined with @DRUG$ or butorphanol were evaluated for changes in heart rate, mean arterial blood pressure, arterial blood pH, and blood gases during a	0
0	-aminobutyric acid (@DRUG$) and alanine (@DRUG$), with vigabatrin (VIG), an anticonvulsant which elevates brain GABA by inhibition of GABA transaminase (GABA-T), with regard to their actions on brain levels of GABA and ALA and on activities of MAO, GABA-T and ALA transaminase (ALA-T).	- aminobutyric acid ( @DRUG$ ) and alanine ( @DRUG$ ) , with vigabatrin ( VIG ) , an antiepileptic which kick upstairs brain gamma aminobutyric acid by prohibition of gamma aminobutyric acid aminopherase ( gamma aminobutyric acid -T ) , with view to their actions on brain levels of gamma aminobutyric acid and ALA and on activities of MAO , gamma aminobutyric acid -T and ALA aminopherase ( ALA -T ) .	- aminobutyric acid ( @DRUG$ ) and alanine ( @DRUG$ ) GABA by and ( VIG ) , ( anticonvulsant actions elevates brain GABA with inhibition of , transaminase ( GABA -T ) , with regard to their which on brain levels of GABA and ALA vigabatrin on activities of MAO , GABA ) and ALA transaminase an ALA -T -T .	- aminobutyric acid ( @DRUG$ ) and alanine ( @DRUG$ ) , with vigabatrin ( VIG ) , an anticonvulsant which elevates brain GABA by inhibition of transaminase ( GABA -T ) , with regard to their actions on brain levels of and ALA and on activities of MAO GABA -T and transaminase ( ALA -T ) .	 @DRUG$ is a neurotransmitter that affects brain levels of GABA and ALA, while @DRUG$ is an amino acid that affects activities of MAO, GABA-T, and ALA-T.	0
0	The effects of Cox-1 inhibitors administered both intravenously (i.v.) (aspirin 5 mg kg(-1), triflusal 10 mg kg(-1), and HTB 10 mg kg(-1)) and orally (@DRUG$.o.) (8 days; aspirin 30 mg kg(-1) day(-1), and triflusal 40 @DRUG$ kg(-1) day(-1)) on secondary thrombus growth were assessed by In-(111)deposited platelets and compared with a placebo control.	The essence of Cox-1 inhibitors mete out both intravenously ( i.v. ) ( aspirin  atomic number  kg ( - 1 ) , triflusal 10 atomic number  kg ( - 1 ) , and HTB 10 atomic number  kg ( - 1 ) ) and by word of mouth ( @DRUG$ .o. ) (  days ; aspirin  atomic number  kg ( - 1 ) day ( - 1 ) , and triflusal xl @DRUG$ kg ( - 1 ) day ( - 1 ) ) on secondary thrombus outgrowth were evaluate by In - ( 111 ) deposited platelets and compared with a placebo control .	The effects of ) inhibitors administered both intravenously ( i.v. ) 5 deposited ( mg , ( - 1 10 , triflusal , mg kg ( - 1 ) ) and HTB 10 mg kg - - 1 ) ) and orally ( @DRUG$ .o. ) ( 8 days ; aspirin 30 mg kg ( - 1 Cox-1 day ( - 1 ) kg and triflusal 40 @DRUG$ kg ( - 1 ) day ( ( 1 ) ) on secondary thrombus growth were assessed and In - ( 111 ) aspirin platelets by with compared a placebo control .	The effects of Cox-1 inhibitors administered both intravenously ( i.v. ) ( aspirin 5 mg kg ( - 1 ) , triflusal 10 mg kg ( - 1 ) , and HTB 10 mg kg ( - 1 ) ) orally ( @DRUG$ .o. ( 8 days ; aspirin 30 mg kg ( - 1 ) day ( - 1 ) , and triflusal 40 @DRUG$ kg ( - 1 ) day ( - 1 ) ) on thrombus growth were by In - ( 111 ) deposited platelets and compared with a placebo control .	The effects of Cox-1 inhibitors administered both intravenously ( i.v. ) ( aspirin 5 mg kg ( - 1 ) , triflusal 10 mg kg ( - 1 ) , and HTB 10 mg kg ( - 1 ) ) and orally ( @DRUG$ .o. )	1
0	In phase 2 studies, ETC-1002 reduced LDL-C @DRUG$ monotherapy, combined with ezetimibe, and added to statin therapy, with LDL-C lowering most pronounced when ETC-1002 was combined with @DRUG$ in patients who cannot tolerate statins.	atomic number  phase angle two studies , ETC - 1002 reduced LDL -C @DRUG$ monotherapy , combined with ezetimibe , and added to statin therapy , with LDL - C lowering most pronounced when ETC - 1002 was combined with @DRUG$ in patient role who cannot tolerate statins .	In phase 2 , , ETC - 1002 reduced LDL combined @DRUG$ monotherapy studies -C with added , and ezetimibe therapy statin to , with LDL - C lowering most pronounced when ETC - 1002 was combined with @DRUG$ in patients who cannot tolerate statins .	In phase 2 studies , ETC - 1002 reduced LDL -C @DRUG$ monotherapy , combined with , and added therapy , C lowering most pronounced - 1002 was combined with @DRUG$ in who cannot statins .	ETC-1002 reduces LDL-C when used as monotherapy, when combined with ezetimibe, or when added to statin therapy. The reduction is most pronounced when ETC-1002 is combined with @DRUG$ in patients who cannot tolerate statins.	1
1	These parameters were estimated also after the treatment with tricyclic antidepressants: desmethylimipramine (@DRUG$), amitriptyline, or protriptiline, and in the conditions of the reversal of @DRUG$-like syndrom.	These parametric quantity were gauge too after the treatment with tricyclic antidepressants : desmethylimipramine ( @DRUG$ ) , amitriptyline , or protriptiline , and in the conditions of the reversal of @DRUG$ - like syndrom .	These also were estimated parameters after the like with tricyclic antidepressants : desmethylimipramine ( @DRUG$ ) , amitriptyline , or protriptiline , and in the conditions of treatment reversal of @DRUG$ - the syndrom .	parameters were also after the treatment with tricyclic antidepressants : desmethylimipramine ( @DRUG$ ) , amitriptyline , or protriptiline , and in conditions of the reversal of @DRUG$ - like syndrom .	The parameters were estimated also after the treatment with tricyclic antidepressants : desmethylimipramine ( @DRUG$ ) , amitriptyline , or protriptiline , and in the conditions of the reversal of @DRUG$ - like syndromes .	0
0	Results showed that supplementation of the organic forms of @DRUG$ (citrate and amino-acid chelate) showed greater absorption (P = 0.033) at 60 days than MgO, @DRUG$ assessed by the 24-h urinary Mg excretion.	Results showed that supplementation of the constituent forms of @DRUG$ ( citrate and amino-acid chelate compound ) showed greater absorption ( P = 0.033 ) at 60 days than MgO , @DRUG$ assessed by the two dozen -h urinary Mg evacuation .	Results showed that supplementation of the organic forms the @DRUG$ ( citrate and amino-acid chelate greater showed ) absorption ( P urinary 0.033 ) at 60 days than MgO , @DRUG$ assessed by = 24 -h of Mg excretion .	Results showed that supplementation of the organic forms of @DRUG$ ( and amino-acid chelate ) showed greater absorption ( P = ) at 60 days than MgO , @DRUG$ assessed by 24 urinary Mg excretion .	The organic forms of @DRUG$ ( citrate and amino-acid chelate ) showed greater absorption than MgO at 60 days, as assessed by the 24 -h urinary Mg excretion .	1
0	RESULTS: 25(OH)D2 half-life [mean (SD)] [13.9 (2.6) d] was shorter than 25(OH)D3 half-life [15.1 (3.1) d; @DRUG$ = .001] for countries combined, and in Gambians [12.8 (2.3) d vs 14.7 (3.5) d; P < .001], but not in the United Kingdom [15.1 (2.4) @DRUG$ vs 15.6 (2.5) d; P = .3].	upshot : twenty five ( ohio ) D2 half-life [ signify ( mount rushmore state ) ] [ 13.9 ( 2.6 ) d] was shorter than twenty five ( ohio ) D3 one half - life time [ 15.1 ( 3.1 ) d ; @DRUG$ = .001 ] for countries aggregate , and in Gambians [ 12.8 ( 2.3 ) d vanadium 14.7 ( 3.5 ) d ; P < .001 ] , but not in the United Kingdom [ 15.1 ( 2.4 ) @DRUG$ vanadium 15.6 ( 2.5 ) d ; P = .3 ] .	RESULTS : 25 ( OH mean D2 half-life [ ) ( SD ) ] [ 15.6 d 2.6 ) d] was shorter than 3.5 ( ; ) 12.8 half - life [ 15.1 ( 3.1 ) d for @DRUG$ = .001 ] OH countries combined , and in Gambians [ D3 ( 2.3 ) d vs 14.7 ( 25 ) d ; P < .001 ] but , not in the United Kingdom [ 15.1 2.4 ( ) @DRUG$ vs 13.9 ( 2.5 ) ( ; P = .3 ] .	RESULTS : 25 ( OH ) D2 half-life [ mean ( SD ) ] [ 13.9 ( 2.6 ) d] was shorter 25 ( OH ) D3 - life [ ( 3.1 ) d ; @DRUG$ = .001 ] for countries combined , and in Gambians [ 12.8 ( 2.3 ) d vs 14.7 ( 3.5 d P < .001 ] , but not in the United Kingdom [ ( 2.4 ) @DRUG$ vs 15.6 ( 2.5 ) d ; P = .3 ] .	@DRUG$" is shorter than "@DRUG$" by a statistically significant margin.	0
0	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of mineral compounds, with the following order: @DRUG$ citrate > Al tartrate, Al gluconate, Al lactate > Al glutamate, Al chloride, Al sulfate, Al @DRUG$.	The absorption of aluminum after intake of organic combine is more important than after intake of mineral combine , with the trace grade : @DRUG$ citrate > Al tartrate , Al gluconate , Al lactate > Al glutamate , Al chloride , Al sulfate , Al @DRUG$ .	The absorption Al aluminum : ingestion of organic compounds is more important than after ingestion of mineral compounds , with the following order , @DRUG$ citrate > Al tartrate , Al gluconate after Al lactate > Al glutamate , Al chloride , of sulfate , Al @DRUG$ .	The absorption of aluminum after ingestion of organic compounds is more important than after of mineral compounds , with the following order : citrate > Al , Al gluconate , Al lactate > glutamate , Al chloride , Al sulfate , Al @DRUG$ .	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of mineral compounds , with the following order : @DRUG$ citrate > Al tartrate , Al gluconate , Al lactate > Al glutamate , Al chloride , Al sulfate , Al @DRUG$ .	0
0	In this study we report the effects of @DRUG$, a novel amino-alkyl-cyclohexane derivative that is a non-competitive N-methyl-D-aspartate (@DRUG$) receptor antagonist, on recombinant rat alpha9alpha10 nicotinic acetylcholine receptors expressed in Xenopus laevis oocytes.	In this study we report the effects of @DRUG$ , a refreshing amino-alkyl - cyclohexane derivative that is a non-competitive N-methyl - D-aspartate ( @DRUG$ ) receptor antagonist , on recombinant rat alpha9alpha10 nicotinic acetylcholine sense organ state in Xenopus laevis oocyte .	In this study we report the effects of @DRUG$ , a novel ( - - derivative that a is non-competitive , cyclohexane D-aspartate amino-alkyl @DRUG$ ) receptor antagonist N-methyl on recombinant rat alpha9alpha10 nicotinic acetylcholine receptors expressed in Xenopus laevis oocytes .	In study report the effects of @DRUG$ , a novel amino-alkyl - cyclohexane derivative that is a N-methyl - D-aspartate ( @DRUG$ ) receptor antagonist , on recombinant rat nicotinic acetylcholine receptors in Xenopus laevis oocytes .	@DRUG$ is a novel amino-alkyl - cyclohexane derivative that is a non-competitive N-methyl - D-aspartate ( @DRUG$ ) receptor antagonist .	0
0	Valacyclovir, the L-valyl ester prodrug of @DRUG$ (@DRUG$), is widely prescribed to treat infections caused by varicella-zoster virus or herpes simplex virus.	Valacyclovir , the L-valyl ester prodrug of @DRUG$ ( @DRUG$ ) , is widely official to treat infections caused by varicella- zoster computer virus or herpes simplex computer virus .	Valacyclovir , the L-valyl ester treat of @DRUG$ ( @DRUG$ ) , is widely prescribed to prodrug infections varicella- by caused zoster virus or herpes simplex virus .	Valacyclovir , the L-valyl prodrug of @DRUG$ ( @DRUG$ ) , is widely to treat infections caused by varicella- zoster virus or herpes simplex virus .	Valacyclovir is a drug that is used to treat infections caused by varicella-zoster virus or herpes simplex virus. It is a prodrug, which means that it is not active on its own. Instead, it is converted into the active drug, @DRUG$,	1
1	It has proved as effective as diclofenac, naproxen and @DRUG$ in patients with osteoarthritis, @DRUG$, ketorolac, tenoxicam and indomethacin in patients with rheumatoid arthritis and tenoxicam, naproxen and indomethacin in patients with ankylosing spondylitis.	it has shew as effective as diclofenac , naproxen and @DRUG$ in patients with osteoarthritis , @DRUG$ , ketorolac , tenoxicam and indomethacin in patients with rheumy arthritis and tenoxicam , naproxen and indomethacin in patients with ancylose spondylitis .	It has proved as effective as diclofenac , naproxen and @DRUG$ in patients with osteoarthritis , @DRUG$ , ankylosing , tenoxicam and indomethacin with patients in spondylitis arthritis in tenoxicam , naproxen and indomethacin and patients with ketorolac rheumatoid .	It has proved effective as diclofenac , and @DRUG$ in patients osteoarthritis , @DRUG$ ketorolac , tenoxicam and indomethacin in patients with rheumatoid arthritis and tenoxicam , naproxen indomethacin in patients with ankylosing spondylitis .	@DRUG$ is as effective as diclofenac, naproxen, and @DRUG$ in patients with osteoarthritis, rheumatoid arthritis, and ankylosing spondylitis.	0
0	RESULTS: @DRUG$ induced profound decreases in total T4 (56% of baseline), FT4 (47%), @DRUG$ (69%), rT3 (51%), and T4S (70%) in all patients, whereas TSH levels were not affected.	resultant role : @DRUG$ induced profound decreases in total T4 ( lvi % of baseline ) , FT4 (  % ) , @DRUG$ ( 69 % ) , rT3 ( 51 % ) , and T4S (  % ) in all patient role , whereas TSH levels were not affected .	RESULTS : @DRUG$ induced profound decreases % total T4 ( 56 % 70 whereas ) , FT4 ) 47 % ) , @DRUG$ ( 69 ) % , rT3 ( 51 % ( , and T4S ( of in ) in all patients , baseline TSH levels were not affected .	RESULTS : @DRUG$ induced profound decreases in T4 ( 56 % of baseline , FT4 ( 47 % ) , @DRUG$ ( 69 % ) , rT3 51 % , and T4S ( 70 % ) in all patients whereas TSH levels were not affected .	@DRUG$ induces profound decreases in total T4, FT4, @DRUG$, rT3, and T4S in all patients, whereas TSH levels were not affected.	0
0	In patients with duodenal or gastric ulcers, omeprazole as a single 20 mg daily dose provides more rapid and complete healing compared with @DRUG$ 150 @DRUG$ twice daily or 300 mg at nighttime, or cimetidine 800 or 1000 mg/day.	in patients with duodenal or gastric ulcers , omeprazole as a individual 20 mg daily dose provides more rapid and fill in healing compare with @DRUG$ 150 @DRUG$ twice daily or 300 mg at nighttime , or cimetidine 800 or 1000 mg / day .	In patients with duodenal or 1000 gastric , omeprazole or a single 20 mg daily dose provides more rapid and complete healing compared with @DRUG$ or @DRUG$ twice daily 150 300 mg at nighttime , as cimetidine 800 or ulcers mg / day .	In patients with duodenal gastric ulcers , omeprazole single 20 mg dose provides more rapid and complete healing compared with @DRUG$ 150 @DRUG$ twice daily or 300 mg at nighttime , or cimetidine 800 or 1000 mg / day .	Omeprazole is more effective than @DRUG$ or @DRUG$ in healing duodenal or gastric ulcers.	0
0	The main goal of the present study was to investigate the absorption and disposition of @DRUG$ dihydrochloride, the @DRUG$ enantiomer of cetirizine dihydrochloride, following a single oral administration (5 mg) of the 14C-labelled compound in healthy volunteers.	The main goal of the present cogitation was to investigate the concentration and disposition of @DRUG$ dihydrochloride , the @DRUG$ enantiomer of cetirizine dihydrochloride , following a bingle oral administration ( 5 mg ) of the 14C - mark compound in healthy volunteers .	The , goal of the absorption study was to investigate the present the disposition of @DRUG$ dihydrochloride main and @DRUG$ enantiomer of cetirizine dihydrochloride , following a single oral mg ( 5 administration ) of the 14C - labelled compound in healthy volunteers .	main goal the present study was to the absorption and disposition of @DRUG$ dihydrochloride the @DRUG$ enantiomer of cetirizine dihydrochloride , following a single oral administration ( mg ) of the 14C - labelled compound in volunteers .	The study was conducted to see how well the body absorbs and eliminates @DRUG$, the enantiomer of cetirizine dihydrochloride, after a single dose of the radioactive compound.	1
0	After the initial biopsy, subjects ingested 20 g x d(-1) of @DRUG$ monohydrate, 20 g x @DRUG$(-1) of creatine monohydrate + 100 g x d(-1) of sucrose, or 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose + 1000 mg x d(-1) of alpha-lipoic acid for 5 days.	After the initial biopsy , matter assimilate  g x d ( - 1 ) of @DRUG$ monohydrate ,  g x @DRUG$ ( - 1 ) of creatin monohydrate + 100 g x d ( - 1 ) of saccharose , or  g x d ( - 1 ) of creatin monohydrate + 100 g x d ( - 1 ) of saccharose + thou magnesium x d ( - 1 ) of alpha-lipoic acid for 5 solar day .	After the initial d , subjects ingested 5 g x - ( d 1 of of @DRUG$ monohydrate , 20 g x @DRUG$ ( - 1 x of creatine + + 1 g ) d ( - g ) of sucrose , or 20 g x d ( - 100 ) of creatine monohydrate + 100 1 x biopsy ( - 1 ) of sucrose monohydrate 1000 mg x d ( - 1 ) ) alpha-lipoic acid for 20 days .	After the , subjects ingested 20 g x d ( - 1 ) of @DRUG$ monohydrate , 20 g x @DRUG$ - 1 ) of creatine monohydrate + g d ( 1 ) of sucrose , or 20 g x d ( - 1 ) of creatine monohydrate + g x d ( - 1 ) of sucrose + 1000 mg x d ( - ) of alpha-lipoic acid for 5 days .	Subjects ingested 20 g x d ( - 1 ) of @DRUG$ monohydrate , 20 g x @DRUG$ ( - 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose , or 20 g x d ( - 1 ) of creatine monohydrate + 100	0
0	(2) Flibanserin at 3 and 10 @DRUG$ kg(-1) significantly reduced extracellular 5-HT in the prefrontal cortex (by 30 and 45%) and dorsal raphe (35 and 44%), but had no effect on extracellular @DRUG$ in the ventral hippocampus.	( 2 ) Flibanserin at iii and 10 @DRUG$ kg ( - ane ) significantly reduced extracellular 5 - HT in the prefrontal cortex ( by 30 and 45 % ) and abaxial raphe ( 35 and forty four % ) , but had no effect on extracellular @DRUG$ in the ventral genus hippocampus .	( 2 ) Flibanserin , 3 and 10 @DRUG$ kg ( - 1 ) significantly reduced extracellular 5 - HT cortex the 35 in ( by 30 and 45 % ) and dorsal raphe ( no and the % ) at but had prefrontal effect on extracellular @DRUG$ in 44 ventral hippocampus .	( 2 ) Flibanserin at 3 and 10 @DRUG$ kg ( - 1 ) significantly reduced extracellular 5 - HT in the prefrontal cortex ( by 30 and 45 % and dorsal raphe ( 35 and 44 % ) , but had no effect on extracellular @DRUG$ in ventral hippocampus .	Flibanserin at 3 and 10 @DRUG$ kg ( - 1 ) significantly reduced extracellular 5 - HT in the prefrontal cortex ( by 30 and 45 % ) and dorsal raphe ( 35 and 44 % ) , but had no effect on extracellular @DRUG$ in the	0
0	With the approval of the soluble guanylate cyclase stimulator riociguat, an additional drug class has become available targeting a distinct molecular target in the @DRUG$ pathway @DRUG$ PDE5 inhibitors.	With the approval of the soluble guanylate cyclase stimulator riociguat , an additional drug class has become useable targeting a clear cut molecular fair game in the @DRUG$ pathway @DRUG$ PDE5 inhibitors .	With the approval stimulator the soluble available cyclase additional riociguat , an of drug class has become guanylate targeting a distinct molecular target in the @DRUG$ pathway @DRUG$ PDE5 inhibitors .	With the approval of the guanylate cyclase stimulator riociguat an additional class has become available targeting a distinct molecular target in the @DRUG$ pathway @DRUG$ PDE5 inhibitors .	@DRUG$ is a pathway that can be targeted by drugs such as riociguat, while @DRUG$ is a target of drugs such as PDE5 inhibitors.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, @DRUG$, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, @DRUG$; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This upshot focuses on the pursual choice of dose : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , movement - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , write in code ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( homo ) ; hMaxi -K , homo papillomavirus vaccinum ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , @DRUG$ , one - 1018 ; Lasofoxifene tartrate , larodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , @DRUG$ ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - two vitamin b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort excerpt , sunitinib malate ; tadalafil , tanaproget , taxus , tiotropium platitude , treprostinil sodium ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	NGFbeta issue focuses on the following selection , drugs : AAV - This , aprepitant , aripiprazole ISS atomoxetine ; Rasburicase beta-Methyl-6-chloromelatonin , BMS - 214662 , hydrochloride , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab Dexamet ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide efalizumab desloratadine , peginterferon , drospirenone of drospirenone hydrochloride ethinylestradiol , drotrecogin alfa ( , ) , duloxetine ( , dutasteride rimonabant ; , activated , iodine sodium Tadalafil escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin hydrochloride human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib - , indiplon , ertapenem ( i131 ) tositumomab , @DRUG$ , , mesylate 1018 ; Lasofoxifene tartrate , levodopa / carbidopa , entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , @DRUG$ ; Omalizumab ; Pegfilgrastim , Valdecoxib alfa - 2a , , alfa - 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; ; , bortezomib / ; Satraplatin , St. John's Wort extract , sunitinib malate ; , , tanaproget / Taxus , tiotropium bromide , treprostinil sodium ; peginterferon , vardenafil hydrochloride hydrate Ecogramostim Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV NGFbeta , aprepitant aripiprazole , atomoxetine hydrochloride ; , - 214662 , bosentan ; Calcipotriol / betamethasone dipropionate , , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated , duloxetine hydrochloride , dutasteride Ecogramostim , efalizumab , ertapenem sodium , oxalate , eszopiclone ; Fenretinide Gefitinib , gestodene , ghrelin ( human ) hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate indiplon , iodine ( i131 ) tositumomab , @DRUG$ , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone , liposomal ; Nemifitide ditriflutate , @DRUG$ ; Omalizumab ; Pegfilgrastim , alfa - 2a peginterferon alfa - b phVEGF - , pimecrolimus , acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's extract , sunitinib malate ; Tadalafil , tanaproget Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; .	@DRUG$ is a drug that is related to @DRUG$.	0
0	@DRUG$ and ketotifen did not inhibit the synthesis of either leukotriene C4 or leukotriene B4 in the @DRUG$ cell free study.	@DRUG$ and ketotifen did not inhibit the synthesis of either leukotriene C4 or leukotriene B4 in the @DRUG$ cadre discharge study .	@DRUG$ and ketotifen of not inhibit the synthesis did either leukotriene C4 or leukotriene cell in the @DRUG$ B4 free study .	@DRUG$ ketotifen did not inhibit the synthesis of either leukotriene C4 or leukotriene in the @DRUG$ cell free study .	@DRUG$ does not inhibit the synthesis of ketotifen in the @DRUG$ cell free study .	0
1	Intravenous methamphetamine (0, 15 and 30 @DRUG$) was administered on three different days after 5 days of double-blind cross-over treatment with either @DRUG$ or matching placebo.	endovenous methamphetamine ( 0 , 15 and xxx @DRUG$ ) was administered on triplet different days after 5 days of double - blind cross-over treatment with either @DRUG$ or matching placebo .	Intravenous methamphetamine ( 0 , 15 and matching @DRUG$ double was administered on three different days after 5 days of ) - blind cross-over treatment with either @DRUG$ 30 or placebo .	Intravenous methamphetamine ( 0 , 15 and 30 @DRUG$ ) was administered on three different days 5 days of double - blind cross-over treatment with either @DRUG$ or matching placebo .	Methamphetamine was given to rats intravenously on three different days, after five days of being treated with either @DRUG$ or a placebo.	1
0	The dissociation between inhibition of apomorphine behavior and induction of catalepsy was @DRUG$ high for @DRUG$ (22) as for risperidone (20) and higher than for haloperidol (8), suggesting risperidone-like low extrapyramidal side effect liability.	The dissociation between inhibition of apomorphine behavior and inductive reasoning of catalepsy was @DRUG$ high for @DRUG$ ( 22 ) as for risperidone (  ) and higher than for haldol ( 8 ) , suggesting risperidone - like gloomy extrapyramidal side effect liability .	The dissociation between inhibition 20 apomorphine behavior and induction of catalepsy was @DRUG$ high for @DRUG$ ( for ) as ( risperidone ( of ) and higher than 22 - for 8 ) , suggesting risperidone haloperidol like low extrapyramidal side effect liability .	The dissociation between inhibition of apomorphine behavior and induction of was @DRUG$ high for @DRUG$ ( 22 ) as for risperidone ( 20 ) than for haloperidol ( 8 ) , suggesting risperidone - like low extrapyramidal effect liability .	The dissociation between inhibition of apomorphine behavior and induction of catalepsy was more pronounced for risperidone than for haloperidol, suggesting risperidone has a lower extrapyramidal side effect liability.	1
0	In addition to D-serine, ATB(0,+) transports D-alanine, D-methionine, @DRUG$-@DRUG$, and D-tryptophan.	In add on to D-serine , ATB ( cipher , + ) transports D-alanine , D-methionine , @DRUG$ - @DRUG$ , and D-tryptophan .	In addition to - , ATB D-methionine 0 , + ) transports D-alanine , ( , @DRUG$ D-serine @DRUG$ , and D-tryptophan .	addition to D-serine , ATB ( 0 , + ) transports D-alanine , D-methionine , @DRUG$ - @DRUG$ , and D-tryptophan .	@DRUG$ and @DRUG$ are transported by ATB ( 0 , + ) together.	0
0	A deficiency of the @DRUG$ transporter PiuA in @DRUG$. aeruginosa or both CirA and Fiu in Escherichia coli caused 16-fold increases in cefiderocol MICs, suggesting that these iron transporters contribute to the permeation of cefiderocol across the outer membrane.	A insufficiency of the @DRUG$ transporter PiuA in @DRUG$ . aeruginosa or both CirA and Fiu in Escherichia coli caused 16 - fold increases in cefiderocol MICs , paint a picture that these iron out transporters contribute to the permeation of cefiderocol crosswise the outer membrane .	A deficiency of the @DRUG$ transporter PiuA in @DRUG$ . outer cefiderocol both CirA and Fiu in Escherichia coli caused 16 - fold increases in contribute MICs , suggesting that these iron transporters or to the membrane of cefiderocol across the aeruginosa permeation .	A deficiency of the @DRUG$ transporter PiuA in @DRUG$ . aeruginosa or both and Fiu in Escherichia coli caused 16 fold increases MICs , suggesting that iron transporters contribute to permeation of cefiderocol across the outer membrane .	A deficiency of the @DRUG$ transporter PiuA in @DRUG$ . aeruginosa or both CirA and Fiu in Escherichia coli caused 16 - fold increases in cefiderocol MICs , suggesting that these iron transporters contribute to the permeation of c	0
0	On endothelial cells, @DRUG$-cleaved protein S (PSt) @DRUG$ well as protein S in complex with C4b-binding protein (C4BP) inhibited prothrombinase activity to the same extent as protein S did.	On endothelial cells , @DRUG$ - cleaved protein randomness ( PSt ) @DRUG$ well as protein randomness in complex with C4b- attach protein ( C4BP ) inhibited factor x activity to the same extent as protein randomness did .	On endothelial cells , @DRUG$ - cleaved protein S ( PSt ) @DRUG$ well as protein S in complex with C4b- the protein ( C4BP S inhibited prothrombinase ) to binding same extent as protein activity did .	On endothelial cells , @DRUG$ - cleaved protein S ( PSt ) @DRUG$ well as protein S in complex with C4b- binding protein ( C4BP ) inhibited prothrombinase activity same as protein S did .	@DRUG$ cleaved protein S (PSt) and @DRUG$, as well as protein S in complex with C4b-binding protein (C4BP), inhibited prothrombinase activity to the same extent as protein S did.	0
0	To determine the effect of add-on Quinacrine (Qn) treatment on serum BAFF levels and the effect of this treatment on SLE disease activity index (SLEDAI), antidsDNA and anticardiolipin (aCL) antibody levels, we treated 29 stable SLE patients, who were maintained on prednisolone and hydroxychloroquine and in some on @DRUG$ (AZT), with additional Qn (100 mg/@DRUG$) with an aim to further reduce disease activity.	To find the effect of impart - on mepacrine ( Qn ) treatment on blood serum BAFF levels and the effect of this treatment on SLE disease activity index ( SLEDAI ) , antidsDNA and anticardiolipin ( aCL ) antibody levels , we treated 29 unchanging SLE affected role , who were maintained on prednisolone and hydroxychloroquine and in some on @DRUG$ ( AZT ) , with extra Qn ( 100 mg / @DRUG$ ) with an take aim to further reduce disease activity .	) aim AZT on of add on on reduce ( To Qn treatment on serum BAFF levels and the effect of this treatment effect SLE 29 activity index ( SLEDAI ) , antidsDNA and anticardiolipin ( aCL ) antibody levels , we treated disease stable SLE patients , who were maintained on prednisolone and hydroxychloroquine and in some - @DRUG$ ( the ) , with additional Qn ( 100 mg / @DRUG$ ) with an determine to further Quinacrine disease activity .	To determine the effect of add - on Quinacrine ( Qn ) treatment on serum BAFF and the effect of this treatment on SLE disease activity index ( SLEDAI ) , antidsDNA and anticardiolipin ( aCL ) antibody levels , we treated 29 stable , who were maintained on prednisolone and hydroxychloroquine and in some on @DRUG$ ( AZT ) , additional Qn ( 100 mg / @DRUG$ ) with an aim further reduce disease activity .	We treated 29 stable SLE patients, who were maintained on prednisolone and hydroxychloroquine and in some on @DRUG$ (AZT), with additional Qn (100 mg/@DRUG$) with an aim to further reduce disease activity.	0
1	A linear pharmacokinetic-pharmacodynamic relationship has been found for acrivastine, astemizole, cetirizine, @DRUG$ and terfenadine, whereas nonlinear relationships have been calculated for ebastine (in the dog), levocabastine, @DRUG$, noberastine and terfenadine.	A additive pharmacokinetic - pharmacodynamic human relationship has been found for acrivastine , astemizole , cetirizine , @DRUG$ and terfenadine , whereas nonlinear relationship have been calculated for ebastine ( in the go after ) , levocabastine , @DRUG$ , noberastine and terfenadine .	A linear , - pharmacodynamic relationship has been found noberastine acrivastine , astemizole , for , @DRUG$ whereas terfenadine , and nonlinear relationships have been calculated cetirizine ebastine ( in the dog ) pharmacokinetic levocabastine , @DRUG$ , for and terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , cetirizine , @DRUG$ and terfenadine , whereas nonlinear relationships have been calculated for ebastine ( in the dog , levocabastine , @DRUG$ , noberastine terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , cetirizine , @DRUG$ and terfenadine , whereas nonlinear relationships have been calculated for ebastine ( in the dog ) , levocabastine	1
0	Clinically used compounds such as acetazolamide, methazolamide, ethoxzolamide, @DRUG$, brinzolamide, topiramate, zonisamide, celecoxib, and @DRUG$ were less effective hCA III inhibitors, with affinities in the range of 154-2200 microM.	Clinically used compounds such as acetazolamide , methazolamide , ethoxzolamide , @DRUG$ , brinzolamide , topiramate , zonisamide , celecoxib , and @DRUG$ were less good hCA trio inhibitors , with phylogenetic relation in the range of 154-2200 microM .	Clinically used III such as acetazolamide , methazolamide , ethoxzolamide less @DRUG$ , with , topiramate , zonisamide , celecoxib , and @DRUG$ were , effective hCA compounds inhibitors , brinzolamide affinities in the range of 154-2200 microM .	Clinically used compounds such as acetazolamide , methazolamide , ethoxzolamide , @DRUG$ , brinzolamide , topiramate , zonisamide , celecoxib , and @DRUG$ were less inhibitors , affinities in the range 154-2200 microM .	Clinically used compounds such as acetazolamide, methazolamide, ethoxzolamide, @DRUG$, brinzolamide, topiramate, zonisamide, celecoxib, and @DRUG$ were less effective hCA III inhibitors, with affin	0
0	In an in vivo study, @DRUG$ (30 mg/kg), cisapride (1.5 mg/kg), or @DRUG$ (3 mg/kg) was orally administered to male rats with or without oral pretreatment with ketoconazole (120 mg/kg) twice daily for 2 days.	In an in vivo study , @DRUG$ ( 30 mg / kg ) , cisapride ( 1.5 mg / kg ) , or @DRUG$ ( 3 mg / kg ) was orally parcel out to manlike rotter with or without oral examination pretreatment with ketoconazole ( 120 mg / kg ) double daily for 2 days .	with days in vivo study , @DRUG$ ( , mg / kg ) 30 cisapride ( 1.5 kg / kg ) , or @DRUG$ ( 3 mg / to ) was orally administered mg male rats with or without oral pretreatment In ketoconazole ( 120 mg / kg ) twice daily for 2 an .	In an in vivo study , @DRUG$ ( 30 mg / kg ) , cisapride ( 1.5 mg / kg ) , or @DRUG$ ( 3 mg / kg ) was orally administered to male rats with or without oral pretreatment with ketoconazole ( 120 kg twice daily for 2 days .	When rats were given @DRUG$ orally, followed by cisapride or @DRUG$ orally, the rats had a higher level of cisapride or DRUGB in their blood than when they were given cisapride or DRUGB orally without first being given DRUGA.	0
0	There was no significant difference in major bleeding rates with either dose of dabigatran etexilate compared with @DRUG$ (p=0.44 for 220 @DRUG$, p=0.60 for 150 mg).	There was no substantial difference in major haemorrhage rates with either dosage of dabigatran etexilate compared with @DRUG$ ( p=0.44 for 220 @DRUG$ , p=0.60 for 150 mg ) .	220 was no significant difference in major bleeding rates with either dose of dabigatran etexilate compared with @DRUG$ ( p=0.44 for There @DRUG$ , p=0.60 mg 150 for ) .	There was no significant difference in major bleeding rates with either dose of dabigatran etexilate compared with @DRUG$ ( p=0.44 for 220 @DRUG$ , p=0.60 for 150 mg ) .	There was no significant difference in major bleeding rates with either dose of dabigatran etexilate compared with @DRUG$ ( p=0.44 for 220 @DRUG$ , p=0.60 for 150 mg ) .	0
0	The inhibitory effect of @DRUG$ involves interactions with both factor @DRUG$ and factor Xa.	The repressive effect of @DRUG$ involves interactions with both factor @DRUG$ and factor Xa .	Xa inhibitory effect of @DRUG$ involves interactions with both factor @DRUG$ and factor The .	The effect of @DRUG$ involves interactions with both factor @DRUG$ and factor Xa .	@DRUG$ inhibits the activity of @DRUG$, which in turn inhibits the activity of factor Xa.	0
0	Meta-analysis of results from 226 patients showed that LRT decreased fasting glucose [0.75 SMD units (range 0.36-1.13), p=0.0001], HbA1c [0.49 (0.17-0.81), p=0.003], triglycerides [1.00 (0.69-1.31), @DRUG$<0.00001], total @DRUG$ [0.62 (0.21-1.02), p=0.003], liver volume [1.06 (0.51-1.61), p=0.0002] and AST [0.41 (0.10-0.73) p=0.01].	Meta-analysis of termination from 226 patients evince that LRT fall fasting glucose [ 0.75 SMD units ( range of a function 0.36-1.13 ) , p=0.0001 ] , HbA1 vitamin c [ 0.49 ( 0.17-0.81 ) , p=0.003 ] , triglycerides [ 1.00 ( 0.69- 1.31 ) , @DRUG$ <0.00001 ] , come @DRUG$ [ 0.62 ( 0.21-1.02 ) , p=0.003 ] , liver book [ 1.06 ( 0.51-1.61 ) , p=0.0002 ] and AST [ 0.41 ( 0.10 -0.73 ) p=0.01 ] .	Meta-analysis of results -0.73 226 patients showed that LRT decreased fasting glucose [ 0.75 SMD , ( range 0.36-1.13 ) from ] ] , HbA1 c [ 0.49 ( 0.17-0.81 ) , p=0.003 ] , triglycerides <0.00001 1.00 ( 0.69- 1.31 ) , @DRUG$ [ ] , total @DRUG$ [ 0.62 ( 0.21-1.02 ) ] p=0.003 p=0.0001 , liver volume [ 1.06 ( 0.51-1.61 ) , p=0.0002 ] and AST [ 0.41 units 0.10 ( ) p=0.01 , .	Meta-analysis of results from 226 patients showed that LRT decreased fasting glucose [ SMD units ( range 0.36-1.13 ) , p=0.0001 ] , HbA1 c [ 0.49 ( 0.17-0.81 ) , p=0.003 ] , triglycerides [ 1.00 0.69- 1.31 ) , @DRUG$ <0.00001 ] , total @DRUG$ [ 0.62 ( 0.21-1.02 ) , p=0.003 liver volume [ 1.06 ( ) , ] and AST [ 0.41 ( 0.10 -0.73 ) p=0.01 ] .	Meta-analysis of results from 226 patients showed that LRT decreased fasting glucose [ 0.75 SMD units ( range 0.36-1.13 ) , p=0.0001 ] , HbA1 c [ 0.49 ( 0.17-0.81 ) , p	1
0	The following organophosphates were tested for their ability to induce DNA damage in a rec-type repair test with Proteus mirabilis strains PG713 (rec- hcr-) and PG273 (wild type) and point mutations in his- strain TA100 of Salmonella typhimurium--butonate: O,O-dimethyl-(1-n-butyryloxy-2,2,2-trichloroethyl)-phosphonate; vinylbutonate: O,O-dimethyl-(n-butyryloxy-2,2-dichlorovinyl)-phosphonate; trichlorfon: O,O-dimethyl-(1-hydroxy-2,2,2-trichloroethyl)-phosphonate; @DRUG$: O,O-dimethyl-O-(2,2-dichlorovinyl)-phosphate; the demethylated derivatives--demethyldichlorvos: O-methyl-O-(2,2-dichlorovinyl)-@DRUG$; demethyl vinylbutonate: O-methyl-(1-n-butyryloxy-2,2-dichlorovinyl)phosphonic acid.	The following organophosphate were tested for their power to induce desoxyribonucleic acid damage in a rec-type repair try with Proteus mirabilis filter PG713 ( rec- hcr - ) and PG273 ( wild type ) and aim genetic mutation in his - strain TA100 of Salmonella typhimurium -- butonate : O,O-dimethyl-( 1-n-butyryloxy-2,2,2-trichloroethyl ) -phosphonate ; vinylbutonate : O,O-dimethyl-( n-butyryloxy-2,2-dichlorovinyl ) -phosphonate ; trichlorfon : O,O-dimethyl-( 1-hydroxy-2,2,2-trichloroethyl ) -phosphonate ; @DRUG$ : O,O-dimethyl-O-(2,2-dichlorovinyl ) - orthophosphate ; the demethylated derivatives -- demethyldichlorvos : O-methyl-O-(2,2-dichlorovinyl ) -@DRUG$ ; demethyl vinylbutonate : O-methyl-( 1-n-butyryloxy-2,2-dichlorovinyl ) phosphonic vitriolic .	The following organophosphates repair tested for their ability to induce ( damage in a rec-type ) test with O-methyl-O-(2,2-dichlorovinyl mirabilis in PG713 ( rec- trichlorfon - ) and PG273 DNA wild type were and point mutations strains his - strain butonate of Salmonella typhimurium -- TA100 : O,O-dimethyl-( 1-n-butyryloxy-2,2,2-trichloroethyl ) -phosphonate ; vinylbutonate : O,O-dimethyl-( n-butyryloxy-2,2-dichlorovinyl ) -phosphonate ; hcr demethylated O,O-dimethyl-( 1-hydroxy-2,2,2-trichloroethyl ) -phosphonate ; @DRUG$ : O,O-dimethyl-O-(2,2-dichlorovinyl ) ) phosphate ; the : derivatives -- demethyldichlorvos : Proteus - -@DRUG$ ; demethyl vinylbutonate : O-methyl-( 1-n-butyryloxy-2,2-dichlorovinyl ) phosphonic acid .	The following organophosphates were tested for their ability to induce DNA damage in a rec-type repair test with mirabilis strains PG713 rec- hcr - ) and PG273 wild type ) and mutations in his - strain TA100 Salmonella typhimurium -- butonate : O,O-dimethyl-( 1-n-butyryloxy-2,2,2-trichloroethyl ) -phosphonate ; vinylbutonate O,O-dimethyl-( n-butyryloxy-2,2-dichlorovinyl ) -phosphonate ; trichlorfon : O,O-dimethyl-( 1-hydroxy-2,2,2-trichloroethyl ) -phosphonate ; @DRUG$ : O,O-dimethyl-O-(2,2-dichlorovinyl ) - phosphate ; the demethylated derivatives -- demethyldichlorvos : O-methyl-O-(2,2-dichlorovinyl ) -@DRUG$ ; demethyl vinylbutonate : O-methyl-( 1-n-butyryloxy-2,2-dichlorovinyl ) phosphonic acid .	@DRUG$ is a chemical that is similar to @DRUG$, but it is less harmful. DRUGA is used to treat pests, while DRUGB is used to kill pests.	0
0	RESULTS: @DRUG$, a soluble prodrug of 9-beta-@DRUG$- arabinofuranosylguanine (ara-G), is a novel purine antimetabolite antineoplastic that preferentially accumulates in T-cells.	RESULTS : @DRUG$ , a soluble prodrug of nine - beta- @DRUG$ - arabinofuranosylguanine ( genus ara - G ) , is a novel purine antimetabolite antineoplastic drug that preferentially accumulates in T-cells .	( : @DRUG$ , a soluble prodrug of 9 - beta- @DRUG$ - arabinofuranosylguanine RESULTS ara - G preferentially , is a novel antimetabolite purine antineoplastic that ) accumulates in T-cells .	RESULTS : @DRUG$ , soluble prodrug of 9 - beta- @DRUG$ - arabinofuranosylguanine ( ara - G ) , is a purine antimetabolite antineoplastic that preferentially in T-cells .	@DRUG$ is a soluble prodrug of 9 - beta- @DRUG$ - arabinofuranosylguanine ( ara - G ). This means that DRUGA is a drug that is converted into 9 - beta- DRUGB - arabinofuranosylgu	0
0	It is a weak activator of PPAR gamma (EC(50) of 0.284 micromol/@DRUG$) compared to @DRUG$ (EC(50) 0.009 micromol/L).	it is a watery activator of PPAR gamma ( EC ( 50 ) of 0.284 micromol / @DRUG$ ) equate to @DRUG$ ( EC ( 50 ) 0.009 micromol / L ) .	It is a 50 activator of PPAR gamma ( EC ( 50 ) of 0.284 micromol ( @DRUG$ ) compared to @DRUG$ / EC ) weak ) 0.009 micromol / L ( .	is a weak activator of PPAR gamma ( EC ( 50 ) of 0.284 micromol / @DRUG$ ) compared to @DRUG$ ( EC ( 50 ) 0.009 micromol / L ) .	@DRUG$ is a weak activator of PPAR gamma compared to @DRUG$.	0
0	Similarly, in a double-blind, randomized study, the rate of optimal follicular development was significantly higher in women with hypogonadotropic hypogonadism and profound LH deficiency receiving subcutaneous @DRUG$ 75 IU/day plus @DRUG$ than in those receiving placebo plus follitropin alfa.	Similarly , in a double- blind , randomise study , the place of optimal follicular development was significantly higher in women with hypogonadotropic hypogonadism and profound LH lack receiving subcutaneous @DRUG$ 75 IU / clarence day plus @DRUG$ than in those receiving placebo plus follitropin alfa .	Similarly , in a hypogonadotropic blind , randomized study in the rate of optimal follicular development was significantly higher in women with double- hypogonadism and deficiency LH alfa receiving subcutaneous @DRUG$ 75 IU / day plus @DRUG$ than , those receiving placebo plus follitropin profound .	Similarly , in a double- , randomized study , the rate optimal follicular development was significantly higher in women with hypogonadotropic and profound LH deficiency receiving subcutaneous @DRUG$ 75 IU / plus @DRUG$ than in those receiving placebo plus follitropin alfa .	The rate of optimal follicular development was significantly higher in women with hypogonadotropic hypogonadism and profound LH deficiency receiving subcutaneous @DRUG$ 75 IU / day plus @DRUG$ than in those receiving placebo plus follitropin alfa .	0
0	Ponazuril was readily absorbed following oral administration; and after 7 days of dosing, the serum concentration was 4.33 +/- 1.10 @DRUG$/L, and the mean CSF concentration was 0.162 +/- 0.05 mg/@DRUG$.	Ponazuril was readily absorbed following oral judicature ; and after 7 days of dose , the serum engrossment was 4.33 +/- 1.10 @DRUG$ / L , and the mean CSF engrossment was 0.162 +/- 0.05 mg / @DRUG$ .	Ponazuril was readily absorbed following oral administration ; 4.33 after 7 concentration of dosing , the serum concentration was and +/- 1.10 @DRUG$ / L , and the mean CSF days / 0.162 +/- 0.05 mg was @DRUG$ .	Ponazuril was readily absorbed following oral administration ; and after 7 days of dosing , the serum concentration was 4.33 +/- 1.10 @DRUG$ / , and the mean CSF concentration +/- 0.05 mg / @DRUG$ .	Ponazuril was readily absorbed following oral administration ; and after 7 days of dosing , the serum concentration was 4.33 +/- 1.10 @DRUG$ / L , and the mean CSF concentration was 0.162 +/- 0.05 mg / @DRUG$ ."P	0
0	Every 7 @DRUG$ the treating psychiatrist could increase the @DRUG$ dose by 3 mg per day if clinically necessary.	Every 7 @DRUG$ the treat psychiatrist could increase the @DRUG$ dose by 3 mg per twenty four hours if clinically necessary .	mg 7 @DRUG$ the treating psychiatrist could increase the @DRUG$ dose clinically 3 Every per day if by necessary .	Every 7 @DRUG$ the treating could increase the @DRUG$ dose by 3 mg day if clinically necessary .	For every 7 @DRUG$, the treating psychiatrist could increase the @DRUG$ dose by 3 mg per day if clinically necessary.	0
0	This study aimed to characterise the pharmacokinetics of dacomitinib, a pan-@DRUG$ receptor @DRUG$ kinase inhibitor, and its metabolite, PF-05199265, in healthy Chinese subjects.	This meditate place to characterise the pharmacokinetics of dacomitinib , a pan-@DRUG$ receptor @DRUG$ kinase inhibitor , and its metabolite , PF -05199265 , in healthy Chinese subjects .	This study aimed to characterise the pharmacokinetics of dacomitinib , metabolite pan-@DRUG$ receptor Chinese kinase inhibitor , and its a , PF -05199265 , in healthy @DRUG$ subjects .	This study to characterise pharmacokinetics of dacomitinib , a pan-@DRUG$ receptor @DRUG$ kinase , and its metabolite , PF -05199265 , healthy subjects .	Dacomitinib is a drug that inhibits the activity of several different types of @DRUG$ receptors, while PF-05199265 is its active metabolite. The pharmacokinetics of dacomitinib and PF-05199265 were studied in healthy Chinese subjects.	1
0	The 6-minute walk distance increased in all ambrisentan groups; mean placebo-corrected treatment effects were 31 m (P=0.008) and 51 m (@DRUG$<0.001) in ARIES-1 for 5 and 10 @DRUG$ ambrisentan, respectively, and 32 m (P=0.022) and 59 m (P<0.001) in ARIES-2 for 2.5 and 5 mg ambrisentan, respectively.	The 6 - minute pass distance increased in all ambrisentan groups ; mean placebo-corrected treatment outcome were 31 m ( P=0.008 ) and  m ( @DRUG$ < 0.001 ) in aries - unity for fivesome and 10 @DRUG$ ambrisentan , respectively , and 32 m ( P=0.022 ) and 59 m ( P< 0.001 ) in aries - 2 for 2.5 and fivesome mg ambrisentan , respectively .	The 6 - minute walk ARIES increased in all ambrisentan groups ; mean placebo-corrected treatment effects were 31 m - P=0.008 ) and < m ( @DRUG$ 51 59 ) in ARIES - 1 for for 5 10 @DRUG$ ambrisentan , respectively , and 32 m ( P=0.022 ) and 0.001 m ( P< 0.001 ) in distance ( 2 and 2.5 and 5 mg ambrisentan , respectively .	The 6 - minute distance increased all ambrisentan groups ; mean placebo-corrected treatment effects were 31 m ( P=0.008 ) and 51 m ( @DRUG$ < 0.001 ) in - for 5 and 10 @DRUG$ ambrisentan , respectively , m ( ) and 59 m ( P< 0.001 ) in - 2 for 2.5 and 5 mg ambrisentan , respectively .	The 6 - minute walk distance increased in all ambrisentan groups ; mean placebo-corrected treatment effects were 31 m ( P=0.008 ) and 51 m ( @DRUG$ < 0.001 ) in ARIES - 1 for 5 and 10 @DRUG$ ambrisentan	0
0	The changes in u-AGT were significantly associated with changes in UACR (@DRUG$ = 0.411, @DRUG$ = 0.046); however, there was no significant relationship between the changes in u-AGT and those in SBP or DBP.	The changes in u-AGT were significantly connect with changes in UACR ( @DRUG$ = 0.411 , @DRUG$ = 0.046 ) ; nevertheless , there was no substantial family relationship between the changes in u-AGT and those in SBP or DBP .	The changes in u-AGT were SBP associated with changes in UACR ( @DRUG$ = 0.411 in @DRUG$ = 0.046 , ; however ) there was no significant relationship between and changes in u-AGT the those , significantly or DBP .	The changes in u-AGT were significantly with changes in UACR ( @DRUG$ = 0.411 , @DRUG$ = 0.046 ) ; however there was no significant relationship between the changes in u-AGT and in SBP DBP .	The changes in u-AGT were significantly associated with changes in UACR ( @DRUG$ = 0.411 , @DRUG$ = 0.046 ); however, there was no significant relationship between the changes in u-AGT and those in SBP or DBP.	0
0	So far, @DRUG$ has been available as a sublingual tablet and @DRUG$ a solution for IV injection.	So far , @DRUG$ has been available as a sublingual tablet and @DRUG$ a resolution for IV injection .	So far , @DRUG$ has and available as a sublingual tablet been @DRUG$ a solution for IV injection .	So far @DRUG$ has been available as a sublingual tablet and @DRUG$ a solution for IV injection .	So far, @DRUG$ has been available as a sublingual tablet and @DRUG$ a solution for IV injection.	0
0	In its fully reduced form (tetrahydrofolate), folate serves @DRUG$ a 1-carbon donor for synthesis of purines and thymidine as well as in the remethylation cycle of @DRUG$ to methionine.	In its fully contract contour ( tetrahydrofolate ) , folic acid serves @DRUG$ a 1 - carbon donor for synthesis of purines and thymidine as well as in the remethylation cycle of @DRUG$ to methionine .	In its fully reduced form ( tetrahydrofolate ) , the serves @DRUG$ a 1 methionine as donor for synthesis of purines and thymidine carbon well as in folate remethylation cycle of @DRUG$ to - .	In its fully reduced form ( tetrahydrofolate ) , folate serves @DRUG$ a 1 - carbon donor synthesis of purines and thymidine as well as in the remethylation cycle of @DRUG$ to methionine .	@DRUG$ is a necessary component in the synthesis of purines and thymidine, as well as in the remethylation cycle of @DRUG$ to methionine.	0
0	Currently, 6 prescription OM3FA formulations are approved in the United States: omega-3-acid ethyl esters (Lovaza, Omtryg, and 2 generic formulations), @DRUG$-carboxylic acids (Epanova), which contain both EPA and @DRUG$, and icosapent ethyl (Vascepa), which is an EPA-only formulation.	currently , 6 prescription OM3 fa formulations are approved in the unify States : omega - terzetto - acidic ethyl ester ( Lovaza , Omtryg , and 2 generic formulations ) , @DRUG$ - carboxylic acids ( Epanova ) , which contain both EPA and @DRUG$ , and icosapent ethyl ( Vascepa ) , which is an EPA - only formulation .	Currently , 6 prescription OM3 FA ( omega approved in the United only : are - 3 - acid ethyl esters formulations Lovaza , Omtryg , and States generic formulations both , @DRUG$ - carboxylic acids ( , ) , which contain ) EPA and @DRUG$ Epanova and icosapent ethyl ( Vascepa ) , which is an EPA - 2 formulation .	Currently 6 prescription OM3 FA formulations are approved in the United States : - 3 - acid ethyl esters ( Lovaza , Omtryg , and 2 formulations ) , @DRUG$ - carboxylic acids ( Epanova ) , which contain both EPA and @DRUG$ , and icosapent ethyl ( Vascepa ) , which is an EPA - only formulation	There are currently six prescription OM3 FA formulations that are approved in the United States. These formulations include omega-3-acid ethyl esters, @DRUG$-carboxylic acids, and icosapent ethyl.	1
1	In double-blind randomised comparative studies, moexipril 7.5 to 15 @DRUG$ once daily showed similar efficacy to other antihypertensive agents, including captopril, hydrochlorothiazide, atenolol, metoprolol, sustained release verapamil and @DRUG$.	In double - blind randomised comparative studies , moexipril 7.5 to  @DRUG$ once daily showed similar efficacy to other antihypertensive agents , including captopril , hydrodiuril , atenolol , metoprolol , nurture release verapamil and @DRUG$ .	In double - blind randomised comparative studies , moexipril 7.5 to 15 @DRUG$ once metoprolol showed similar efficacy to other release agents , including captopril , hydrochlorothiazide , atenolol , daily , sustained antihypertensive verapamil and @DRUG$ .	In - comparative studies moexipril 7.5 to 15 @DRUG$ once daily showed efficacy to other agents , including captopril , hydrochlorothiazide , atenolol , metoprolol , release verapamil and @DRUG$ .	Double-blind, randomized comparative studies have shown that moexipril is similarly effective as other antihypertensive agents, including captopril, hydrochlorothiazide, atenolol, metoprolol, and sustained release verapamil.	1
0	Ferrous bisglycinate 25 mg @DRUG$ is as effective as ferrous sulfate 50 @DRUG$ iron in the prophylaxis of iron deficiency and anemia during pregnancy in a randomized trial.	Ferrous bisglycinate 25 mg @DRUG$ is as effective as ferrous sulfate 50 @DRUG$ iron in the prophylaxis of iron want and anemia during pregnancy in a randomized run .	Ferrous bisglycinate 25 mg @DRUG$ is as effective as 50 sulfate ferrous @DRUG$ iron in the prophylaxis of iron deficiency a anemia during pregnancy in and randomized trial .	Ferrous 25 mg @DRUG$ is effective as 50 @DRUG$ iron in the prophylaxis of iron deficiency and anemia during pregnancy in a randomized trial .	Ferrous bisglycinate 25 mg @DRUG$ is as effective as ferrous sulfate 50 @DRUG$ iron in the prophylaxis of iron deficiency and anemia during pregnancy in a randomized trial .	0
0	In animal studies, @DRUG$ is as efficacious as @DRUG$ with respect to improvement of survival rate.	In animal studies , @DRUG$ is as efficacious as @DRUG$ with respect to improvement of survival value .	In animal studies , @DRUG$ survival as efficacious as @DRUG$ with respect to improvement of is rate .	animal studies , @DRUG$ is as efficacious as @DRUG$ respect to improvement of survival rate .	Drug A is just as effective as Drug B in improving survival rates in animal studies.	1
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, @DRUG$, oxytetracycline and tetracycline), three antiprotozoal agents (diclazuril, @DRUG$ and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	A compendious adopt of the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) ,  antimicrobic agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , @DRUG$ , oxytetracycline and achromycin ) , three antiprotozoal agents ( diclazuril , @DRUG$ and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovid sth ) and one tranquilizing factor ( azaperone ) .	A summary and of one Committee 's evaluations of toxicological and residue data , a variety of veterinary follows : five anthelminthic agents ( eprinomectin , febantel , fenbendazole on oxfendazole and moxidectin ) , seven antimicrobial agents azaperone gentamicin , one benzylpenicillin , sarafloxacin , oxytetracycline , @DRUG$ , spectinomycin and tetracycline ) , three , agents ( diclazuril antiprotozoal @DRUG$ drugs nicarbazin ) , procaine glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovine somatotropins ) and the tranquilizing agent ( ( ) .	summary follows the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , , , oxfendazole and moxidectin , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , spectinomycin , @DRUG$ oxytetracycline and tetracycline ) , three antiprotozoal agents ( diclazuril , @DRUG$ and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production aid ( bovine somatotropins ) and one tranquilizing agent ( ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents, seven antimicrobial agents, three antiprotozoal agents, one glucocorticosteroid, one production aid and one tranquilizing agent. Of these, the Committee	1
0	Anti-inflammatory effect of @DRUG$ and @DRUG$ by in vitro IL-17 modulation.	Anti-inflammatory effect of @DRUG$ and @DRUG$ by in vitro  - 17 modulation .	Anti-inflammatory effect of @DRUG$ and @DRUG$ IL in vitro by - 17 modulation .	Anti-inflammatory effect of @DRUG$ and @DRUG$ by in vitro IL - 17 .	@DRUG$ and @DRUG$ have an anti-inflammatory effect by in vitro IL - 17 modulation .	0
1	@DRUG$ clearance may be impaired if @DRUG$ is coadministered.	@DRUG$ clearance crataegus oxycantha be impaired if @DRUG$ is coadministered .	@DRUG$ clearance may is impaired if @DRUG$ be coadministered .	@DRUG$ clearance may impaired if @DRUG$ is coadministered .	If you take @DRUG$ with @DRUG$, DRUGA's clearance may be impaired.	0
0	The oral administration of zaleplon (0.25-1.0 mg/kg), triazolam (0.0625-0.25 mg/kg), @DRUG$ (1.0-4.0 mg/kg), brotizolam (0.0625-0.25 @DRUG$/kg), and nitrazepam (0.125-0.5 mg/kg) lengthened the total sleep in a dose-dependent manner.	The viva voce administration of zaleplon ( 0.25 - 1.0 milligram / kg ) , halcion ( 0.0625-0.25 milligram /kg ) , @DRUG$ ( 1.0-4.0 milligram / kg ) , brotizolam ( 0.0625-0.25 @DRUG$ / kg ) , and nitrazepam ( 0.125-0.5 milligram / kg ) lengthened the tot up sleep in a dose-dependent style .	The oral administration of zaleplon ( 0.0625-0.25 - 1.0 mg / kg ) , triazolam ) 0.25 , /kg ) , @DRUG$ ( 1.0-4.0 mg / kg ) mg brotizolam ( 0.0625-0.25 @DRUG$ / kg / , and nitrazepam ( kg mg ( 0.125-0.5 ) lengthened the total sleep in a dose-dependent manner .	The oral administration of zaleplon ( 0.25 - 1.0 mg / kg ) , triazolam ( 0.0625-0.25 /kg ) @DRUG$ 1.0-4.0 mg / kg ) , brotizolam ( 0.0625-0.25 @DRUG$ kg ) , and nitrazepam ( / kg ) lengthened the sleep in a dose-dependent manner .	The more @DRUG$ that is given, the longer the total sleep will be.	1
0	Effect of pyridoxal phosphate deficiency on aromatic @DRUG$-amino acid decarboxylase activity with L-DOPA and L-5-hydroxytryptophan @DRUG$ substrates in rats.	Effect of pyridoxamine orthophosphate deficiency on aromatic @DRUG$ - amino acid decarboxylase activity with L-DOPA and L-5- hydroxytryptophan @DRUG$ substrates in rats .	acid of in phosphate deficiency on aromatic @DRUG$ - amino Effect decarboxylase activity with L-DOPA and L-5- hydroxytryptophan @DRUG$ substrates pyridoxal rats .	Effect of pyridoxal phosphate deficiency on aromatic @DRUG$ - amino acid activity with L-5- hydroxytryptophan @DRUG$ substrates in rats .	Pyridoxal phosphate deficiency decreases the activity of the enzyme that converts L-DOPA and L-5- hydroxytryptophan into the neurotransmitters dopamine and serotonin, respectively, in rats.	1
0	Activity of 15 compounds, given alone or in mixtures [butamisole, cambendazole, caviphos, febantel (alone or with trichlorfon), fenbendazole, ivermectin, @DRUG$-@DRUG$, oxfendazole, oxibendazole, pyrantel pamoate (alone or with piperazine-carbon disulfide complex), thiabendazole (alone or with piperazine or with trichlorfon), tioxidazole, and trichlorfon], against Thelazia lacrymalis was evaluated in 102 equids.	Activity of 15 compound , give way alone or in motley [ butamisole , cambendazole , caviphos , febantel ( alone or with trichlorfon ) , fenbendazole , ivermectin , @DRUG$ - @DRUG$ , oxfendazole , oxibendazole , pyrantel pamoate ( alone or with piperazine - carbon copy disulfide composite ) , thiabendazole ( alone or with piperazine or with trichlorfon ) , tioxidazole , and trichlorfon ] , against Thelazia lacrymalis was measure in 102 equid .	Activity of 15 compounds , butamisole alone or in mixtures fenbendazole piperazine , cambendazole , caviphos , febantel ( alone tioxidazole with trichlorfon ) , [ , ivermectin , @DRUG$ was @DRUG$ , oxfendazole , - , pyrantel pamoate ( alone or with piperazine - carbon disulfide complex ) , thiabendazole ( alone or with given or with trichlorfon ) , or , and trichlorfon ] , against Thelazia lacrymalis oxibendazole evaluated in 102 equids .	Activity of 15 , given alone or in mixtures [ butamisole , cambendazole , caviphos , febantel ( alone or with trichlorfon , fenbendazole , ivermectin , @DRUG$ - @DRUG$ oxfendazole , oxibendazole , pamoate ( alone with piperazine - carbon complex ) , thiabendazole ( alone with piperazine or with ) , , and trichlorfon ] against Thelazia was evaluated in equids .	The activity of 15 compounds against Thelazia lacrymalis was evaluated in 102 equids, with either the compounds given alone or in mixtures. The results showed that the activity of the compounds was affected by the presence of other compounds, with some compounds being more active when given in combination	1
0	Assessment of the @DRUG$ and @DRUG$ reuptake blocking properties of duloxetine in healthy subjects.	Assessment of the @DRUG$ and @DRUG$ re uptake blocking properties of duloxetine in healthy subjects .	of Assessment the @DRUG$ and @DRUG$ reuptake blocking properties of duloxetine in healthy subjects .	Assessment of the @DRUG$ and @DRUG$ blocking properties of duloxetine in healthy subjects .	The study found that duloxetine blocks the reuptake of both @DRUG$ and @DRUG$.	0
0	Nicorandil relaxes coronary vascular smooth muscle by stimulating guanylyl cyclase and increasing @DRUG$ (cGMP) levels (@DRUG$ shown first in our laboratory) as well as by a second mechanism resulting in activation of K+ channels and hyperpolarization.	Nicorandil relaxes coronary vascular smooth muscular tissue by get guanylyl cyclase and increasing @DRUG$ ( cGMP ) levels ( @DRUG$ shown first in our laboratory ) as well as by a second mechanism ensue in activation of g + channels and hyperpolarization .	Nicorandil relaxes coronary vascular cyclase muscle by stimulating guanylyl smooth and increasing @DRUG$ ( cGMP ) levels ( @DRUG$ shown first in our channels ) as well as and a second mechanism resulting in activation of K + laboratory by hyperpolarization .	Nicorandil relaxes coronary vascular smooth muscle by stimulating guanylyl cyclase and increasing @DRUG$ ( cGMP ) levels ( @DRUG$ shown first in our laboratory as well as by a second mechanism in activation of K + and hyperpolarization .	Nicorandil relaxes coronary vascular smooth muscle by stimulating guanylyl cyclase and increasing @DRUG$ ( cGMP ) levels ( @DRUG$ shown first in our laboratory ) as well as by a second mechanism resulting in activation of K + channels and hyperpolarization .	0
0	TMG and NES are the most potent progestins synthesized to date, followed by two of the older progestins, keto-@DRUG$ (keto-DSG) and @DRUG$ (LNG).	TMG and NES are the most powerful progestins synthesized to date , followed by deuce of the senior progestins , keto- @DRUG$ ( keto - DSG ) and @DRUG$ ( LNG ) .	TMG two NES are the most potent progestins synthesized to date , followed by , of progestins older the and keto- @DRUG$ ( keto - DSG ) and @DRUG$ ( LNG ) .	TMG and NES are the most potent progestins synthesized to date , followed by two of the older progestins , keto- @DRUG$ ( keto - DSG ) and @DRUG$ ( LNG .	TMG and NES are the most potent progestins synthesized to date. They are followed by two of the older progestins, keto-@DRUG$ (keto-DSG) and @DRUG$ (LNG).	0
0	We utilized @DRUG$-butyrate-BSA @DRUG$ a coating antigen for ELISA development.	We utilized @DRUG$ - butyrate -BSA @DRUG$ a coating antigen for ELISA evolution .	We utilized @DRUG$ - butyrate -BSA @DRUG$ for coating antigen a ELISA development .	utilized @DRUG$ - butyrate -BSA @DRUG$ a coating antigen for ELISA development .	We used @DRUG$ - butyrate - as a coating antigen for ELISA development .	1
1	@DRUG$ did not affect @DRUG$ or lamotrigine exposures.	@DRUG$ did not affect @DRUG$ or lamotrigine exposure .	@DRUG$ not did affect @DRUG$ or lamotrigine exposures .	@DRUG$ did not affect @DRUG$ or lamotrigine exposures .	There was no change in the amount of @DRUG$ that was absorbed into the body, or in the amount of lamotrigine that was absorbed into the body, when the two drugs were taken together.	1
0	The most well studied anticancer drugs are tamoxifen, megestrol acetate, medroxyprogesterone acetate, @DRUG$ acetate, @DRUG$ and letrozole.	The most well studied antitumour drugs are tamoxifen , megestrol acetate , provera acetate , @DRUG$ acetate , @DRUG$ and letrozole .	acetate most , studied anticancer drugs are tamoxifen , megestrol acetate , medroxyprogesterone The , @DRUG$ acetate well @DRUG$ and letrozole .	The most well studied anticancer drugs are tamoxifen , megestrol acetate medroxyprogesterone acetate , @DRUG$ acetate , @DRUG$ and .	The most well studied anticancer drugs are tamoxifen, megestrol acetate, medroxyprogesterone acetate, @DRUG$ acetate, @DRUG$ and letrozole.	0
0	The 15 most frequently positive allergens were nickel @DRUG$ (19.0%), Myroxilon pereirae (balsam of Peru, 11.9%), fragrance mix I (11.5%), quaternium-15 (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), potassium dichromate (4.8%), carba mix (3.9%), thiuram mix (3.9%), @DRUG$ (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The xv most oft positive allergen were atomic number  @DRUG$ ( 19.0 % ) , Myroxilon pereirae ( balsam of republic of peru , 11.9 % ) , scent mix iodine ( 11.5 % ) , quaternium - xv ( 10.3 % ) , fradicin ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , atomic number  chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , k dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , @DRUG$ ( 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently / allergens , nickel @DRUG$ ( 19.0 % ) , Myroxilon ) ( balsam of ( , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) , neomycin carba 10.0 % ) ) ) ( 9.2 % ) , formaldehyde ( 9.0 % ( , cobalt chloride ) 8.4 % , , methyldibromoglutaronitrile positive phenoxyethanol ( 5.8 % pereirae were % ( 5.0 % ) , potassium dichromate ( 4.8 % and , ) mix ( 3.9 % ) , thiuram mix ( 3.9 p-phenylenediamine ) , @DRUG$ ( 3.7 % Peru , ) 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % bacitracin .	15 most frequently positive allergens were nickel @DRUG$ ( 19.0 % ) , Myroxilon pereirae ( balsam Peru , % ) fragrance mix I ( 11.5 % ) quaternium - ( 10.3 % ) , neomycin ( 10.0 % ) , bacitracin ( 9.2 ) , formaldehyde ( 9.0 % ) , cobalt chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , potassium dichromate ( 4.8 % ) carba mix ( % ) , thiuram mix ( 3.9 ) , @DRUG$ ( 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel @DRUG$ ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % )	1
0	Seven of these combine 2 drugs together in a single pill: Edarbyclor (azilsartan/chlorthalidone), Exforge (amlodipine/valsartan), Azor (olmesartan/@DRUG$), Twynsta (amlodipine/@DRUG$), Tekturna HCT [aliskiren/hydrochlorothiazide (HCTZ)], Valturna (aliskiren/valsartan), Tekamlo (aliskiren/amlodipine).	Seven of these coalesce  drug in concert in a exclusive pill : Edarbyclor ( azilsartan/ hygroton ) , Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / @DRUG$ ) , Twynsta ( amlodipine / @DRUG$ ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( HCTZ ) ] , Valturna ( aliskiren / valsartan ) , Tekamlo ( aliskiren / amlodipine ) .	) of these combine 2 drugs together in a single pill : Edarbyclor azilsartan/ ( chlorthalidone / , Exforge ( amlodipine / valsartan ) / Azor ( olmesartan Seven @DRUG$ ) , Twynsta ( amlodipine / @DRUG$ ) , Tekturna HCT [ aliskiren hydrochlorothiazide HCTZ ( / ) ] , Valturna ( aliskiren , valsartan ) , Tekamlo ( aliskiren / amlodipine ) .	Seven of these combine 2 drugs together in a pill Edarbyclor ( azilsartan/ chlorthalidone ) Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / @DRUG$ ) , Twynsta ( amlodipine / @DRUG$ ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( HCTZ ) , Valturna ( aliskiren / valsartan ) Tekamlo ( aliskiren / amlodipine ) .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / @DRUG$ ) , Twyn	1
1	Cinacalcet has no significant interaction with @DRUG$ carbonate or sevelamer hydrochloride, @DRUG$ binders commonly used in the treatment of patients with CKD receiving dialysis.	Cinacalcet has no substantial interaction with @DRUG$ carbonate or sevelamer hydrochloride , @DRUG$ binders commonly expend in the treatment of patients with CKD receiving dialysis .	Cinacalcet has no treatment interaction with @DRUG$ carbonate or significant hydrochloride , @DRUG$ binders commonly used in the sevelamer of patients with CKD receiving dialysis .	Cinacalcet has no significant interaction with @DRUG$ carbonate or sevelamer , @DRUG$ binders commonly used the treatment of patients with CKD receiving dialysis .	Cinacalcet has no significant interaction with @DRUG$ carbonate or sevelamer hydrochloride , @DRUG$ binders commonly used in the treatment of patients with CKD receiving dialysis .	0
1	Treatment of women with MPA or aminoglutethimide, two drugs known to increase the rates of @DRUG$ and @DRUG$ metabolism, respectively, did not alter MCRMPA.	Treatment of women with MPA or aminoglutethimide , deuce dose known to increase the rates of @DRUG$ and @DRUG$ metabolism , respectively , did not alter MCRMPA .	Treatment of women with MPA or aminoglutethimide , two drugs known to did the MCRMPA of @DRUG$ and @DRUG$ metabolism , respectively , increase not alter rates .	Treatment of women with MPA or two drugs known to increase the rates @DRUG$ and @DRUG$ metabolism , respectively , did not alter MCRMPA .	MPA or aminoglutethimide treatment did not alter MCRMPA.	1
0	BACKGROUND: Eslicarbazepine acetate (@DRUG$) is a new antiepileptic drug (AED) licensed @DRUG$ adjunctive therapy in adults with partial-onset or focal seizures.	BACKGROUND : Eslicarbazepine acetate ( @DRUG$ ) is a new anticonvulsant drug ( AED ) licensed @DRUG$ adjunctive therapy in adults with partial - onset or focal ictus .	licensed : Eslicarbazepine acetate ( @DRUG$ ) - a new antiepileptic drug ( AED ) BACKGROUND @DRUG$ adjunctive therapy in adults with partial is onset or focal seizures .	BACKGROUND : acetate ( @DRUG$ is a new antiepileptic drug ( AED ) @DRUG$ adjunctive therapy in adults with partial - onset focal seizures .	Eslicarbazepine acetate (@DRUG$) is a new antiepileptic drug (AED) licensed for use as an adjunctive therapy in adults with partial-onset or focal seizures.	1
0	In primary hepatocytes and H4IIE hepatoma cells we found that antihyperglycaemic diguanides DG5-DG10 and the biguanide @DRUG$ were up to 1000-fold more potent than metformin on cell signalling responses, gluconeogenic promoter expression and hepatocyte @DRUG$ production.	hoosier state primary hepatocytes and H4IIE hepatoma jail cell we base that antihyperglycaemic diguanides DG5 - DG10 and the biguanide @DRUG$ were up to 1000 - fold more potent than metformin on cellular telephone signalling responses , gluconeogenic promoter expression and hepatocyte @DRUG$ production .	In primary hepatocytes and H4IIE hepatoma cells we found that the diguanides DG5 - DG10 and fold biguanide @DRUG$ were hepatocyte to 1000 - antihyperglycaemic up potent than metformin on cell signalling responses , gluconeogenic promoter expression and more @DRUG$ production .	In primary hepatocytes H4IIE hepatoma cells we found that diguanides DG5 DG10 and the biguanide @DRUG$ were up 1000 - fold more potent than metformin on cell signalling responses , gluconeogenic promoter expression and hepatocyte @DRUG$ production .	@DRUG$ is up to 1000 - fold more potent than metformin on cell signalling responses, gluconeogenic promoter expression and hepatocyte @DRUG$ production.	0
0	MEASUREMENTS AND MAIN RESULTS: Plasma concentrations of the prodrug @DRUG$, its active moiety @DRUG$, and/or linezolid were collected.	MEASUREMENTS AND MAIN RESULTS : Plasma concentrations of the prodrug @DRUG$ , its combat ready moiety @DRUG$ , and / or linezolid were gather .	MEASUREMENTS AND and RESULTS concentrations Plasma : of the prodrug @DRUG$ , its active moiety @DRUG$ , MAIN / or linezolid were collected .	MEASUREMENTS AND RESULTS : Plasma concentrations the prodrug @DRUG$ , active moiety @DRUG$ , and / or linezolid were collected .	Plasma concentrations of the prodrug @DRUG$ and its active moiety @DRUG$ were collected.	0
0	Degarelix was found to be at least as effective as leuprolide in the ability to suppress serum @DRUG$ to < or =0.5 ng/mL for up to 1 year (@DRUG$ response rate, 80 mg, 97.2%; 95% CI, 93.5%-98.8%; degarelix 160 mg, 98.3%; 95% CI, 94.8%-99.4%; leuprolide response rate, 96.4%; 95% CI, 92.5%-98.2%).	Degarelix was witness to be at least as efficacious as leuprolide in the ability to suppress blood serum @DRUG$ to < or =0.5 ng / mL for up to ane year ( @DRUG$ reception rate , lxxx mg , 97.2 % ;  % CI , 93.5%-98.8 % ; degarelix 160 mg , 98.3 % ;  % CI , 94.8%-99.4 % ; leuprolide reception rate , 96.4 % ;  % CI , 92.5%-98.2 % ) .	Degarelix was found to be at least as effective 95 leuprolide CI the ability to suppress response @DRUG$ serum < or =0.5 ng / mL for up to 1 year ( @DRUG$ response rate , 80 mg , 97.2 CI ; 95 % in , ; % 93.5%-98.8 degarelix 160 mg , 98.3 % ; as % % , 94.8%-99.4 % ; leuprolide to rate , 96.4 % ; 95 % CI , 92.5%-98.2 % ) .	Degarelix was found to be least as effective as leuprolide in the ability to suppress serum @DRUG$ to < or =0.5 ng / mL for up to 1 year ( @DRUG$ response rate , 80 mg , 97.2 % ; 95 % CI , 93.5%-98.8 ; degarelix 160 mg , 98.3 % ; 95 % CI , 94.8%-99.4 % ; leuprolide response rate , 96.4 % ; 95 92.5%-98.2 % ) .	Degarelix was found to be at least as effective as leuprolide in the ability to suppress serum @DRUG$ to < or =0.5 ng / mL for up to 1 year.	1
1	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (eptinezumab, teprotumumab, enfortumab vedotin, isatuximab, [fam-]trastuzumab deruxtecan, @DRUG$, leronlimab, sacituzumab govitecan, satralizumab, narsoplimab, @DRUG$, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	at this time , a tot up of phoebe fresh antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) had been granted a first approval in either the US or europe , and selling applications for long dozen fresh antibody therapeutics ( eptinezumab , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , @DRUG$ , leronlimab , sacituzumab govitecan , satralizumab , narsoplimab , @DRUG$ , REGNEB3 and naxituximab ) were undergoing review in these regions , which represent the john major grocery for antibody therapeutics .	At this time , a total , 5 novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin of brolucizumab , antibody crizanlizumab ) had been granted a first and , either the US or EU , approval in applications for 13 novel and therapeutics ( eptinezumab , teprotumumab naxituximab enfortumab vedotin , isatuximab , [ fam - ] regions deruxtecan , @DRUG$ in leronlimab , sacituzumab govitecan , satralizumab , narsoplimab , @DRUG$ , REGNEB3 and , marketing were undergoing review ) these trastuzumab , which represent the major markets for antibody therapeutics .	At this time , total novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) been granted a first approval in either the US or EU , and marketing for 13 novel antibody therapeutics ( eptinezumab , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , @DRUG$ , leronlimab sacituzumab govitecan , satralizumab , narsoplimab , @DRUG$ , REGNEB3 and naxituximab ) undergoing in these regions , which represent the major markets for therapeutics .	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US	1
0	Nicotinamide @DRUG$ dinucleotide (NAD(+)) has crucial roles in many cellular processes, both @DRUG$ a coenzyme for redox reactions and as a substrate to donate ADP-ribose units.	Nicotinamide @DRUG$ dinucleotide ( nicotinamide adenine dinucleotide ( + ) ) has crucial roles in many cellular processes , both @DRUG$ a coenzyme for oxidation reduction reactions and as a substratum to donate ADP - ribose units .	Nicotinamide @DRUG$ dinucleotide ( NAD ( + ribose ) has crucial roles in many for processes , both @DRUG$ a coenzyme cellular redox reactions and as a substrate units donate ADP - ) to .	Nicotinamide @DRUG$ dinucleotide ( NAD ( ) has crucial roles in many cellular processes , both @DRUG$ coenzyme for redox reactions and as substrate to donate ADP - ribose units .	Nicotinamide @DRUG$ dinucleotide ( NAD ( + ) ) is a coenzyme that is necessary for redox reactions and is also a substrate that donates ADP - ribose units.	1
0	@DRUG$ has long duration of action and more effective than indomethacin and zileuton with ED(50) values of 2.92 mg/kg, po and 36.77 @DRUG$/kg, po, in the mechanical hyperalgesia and cold allodynia testing, respectively, against rat model of incisional pain.	@DRUG$ has long duration of action and more effective than indomethacin and zileuton with male erecticle dysfunction ( 50 ) values of 2.92 mg / kg , us post office and 36.77 @DRUG$ / kg , us post office , in the mechanically skillful hyperalgesia and stale allodynia screen , respectively , against rat model of incisional pain .	@DRUG$ has long duration of action and more effective , indomethacin po zileuton with ED ( 50 the values of 2.92 mg / kg , and and 36.77 @DRUG$ / than , po , in hyperalgesia mechanical ) and cold allodynia testing kg respectively , against rat model of incisional pain .	@DRUG$ has long duration of action and more effective than indomethacin and ED ( 50 ) values of 2.92 mg , po and 36.77 @DRUG$ / , po in the mechanical hyperalgesia and cold allodynia testing , respectively , against rat model incisional pain .	@DRUG$ is more effective than indomethacin and zileuton in the mechanical hyperalgesia and cold allodynia testing, respectively, against rat model of incisional pain.	1
0	An automated system using on-line solid-phase extraction (SPE) high-performance liquid chromatography (HPLC) with ultraviolet (UV) detection was developed for the determination of tetracyclines (TCs), such as tetracycline (TC), @DRUG$ (OTC), chlortetracycline (CTC), metacycline (MC), and doxycycline (DC) in @DRUG$.	associate in nursing automatize system using on - rail line solid- phase extraction ( SPE ) high - carrying out liquid chromatography ( HPLC ) with ultraviolet ( ultraviolet ) detection was developed for the determination of tetracyclines ( TCs ) , such as tetracycline ( TC ) , @DRUG$ ( OTC ) , chlortetracycline ( CTC ) , metacycline ( megahertz ) , and doxycycline ( DC ) in @DRUG$ .	An performance system using on - line solid- phase extraction ( SPE ( high - automated liquid chromatography ( ( was with ultraviolet ( UV HPLC detection ) developed for , determination of tetracyclines ) TCs ) , such as tetracycline ( TC ) , @DRUG$ ) OTC ) , chlortetracycline ( CTC ) the metacycline ( MC ) , and doxycycline ( DC ) in @DRUG$ .	An automated system using on - line solid- extraction ( ) high - performance liquid chromatography ( HPLC ) with ( UV ) detection was developed for the determination of tetracyclines ( TCs ) , such as tetracycline ( TC ) , @DRUG$ ( OTC ) , chlortetracycline ( CTC ) , metacycline ( MC ) , and doxycycline ( DC ) in @DRUG$ .	An automated system using on - line solid- phase extraction ( SPE ) high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was developed for the determination of tetracyclines ( TCs ) , such as tetracycline ( TC ) , DRUG	1
0	Treatment with nebivolol and bisoprolol modestly but significantly reduced the @DRUG$-induced increases in @DRUG$ (P < 0.05).	intervention with nebivolol and bisoprolol modestly but significantly reduced the @DRUG$ - induced increases in @DRUG$ ( phosphorus < 0.05 ) .	Treatment with nebivolol and P modestly but significantly reduced the @DRUG$ - induced increases in @DRUG$ ( 0.05 < bisoprolol ) .	Treatment with nebivolol and modestly but significantly the @DRUG$ - induced increases in @DRUG$ ( P < 0.05 )	Treatment with nebivolol and bisoprolol modestly but significantly reduced the @DRUG$ - induced increases in @DRUG$ .	0
0	Further studies showed dequalinium to be an @DRUG$-competitive inhibitor of MshC, to bind MshC with a KD of 0.22 microM, and to inhibit the growth of @DRUG$. tuberculosis under aerobic and anaerobic conditions with minimum inhibitory and anaerobic bactericidal concentrations of 1.2 and 0.3 microg/mL, respectively.	foster studies showed dequalinium to be an @DRUG$ - competitive inhibitor of MshC , to bind MshC with a KD of 0.22 microM , and to inhibit the growth of @DRUG$ . tb under aerobic and anaerobic conditions with lower limit inhibitory and anaerobic disinfectant immersion of 1.2 and 0.3 microg / mL , respectively .	under studies showed dequalinium to be an @DRUG$ - competitive inhibitor of MshC , to bind MshC with respectively KD of 0.22 microM , and to inhibit the growth of @DRUG$ . bactericidal Further aerobic and anaerobic a with minimum inhibitory and conditions tuberculosis concentrations of 1.2 and 0.3 microg / mL , anaerobic .	Further studies showed to be @DRUG$ - competitive inhibitor of MshC , to bind MshC with a KD of 0.22 microM and to inhibit the growth of @DRUG$ . tuberculosis under aerobic anaerobic conditions with minimum inhibitory and bactericidal concentrations 1.2 and 0.3 microg mL , respectively .	Dequalinium is a drug that inhibits the growth of tuberculosis bacteria. It binds to a protein called MshC, which is involved in the growth of these bacteria, and inhibits their growth with a minimum inhibitory concentration of 1.2 microg/mL.	1
1	Although the pharmacokinetics of flavoxate, propantheline, @DRUG$, imipramine/desipramine, trospium chloride and propiverine are also reviewed here, only for oxybutynin and @DRUG$ are there adequate efficacy/tolerability data to support their use in urge incontinence.	Although the pharmacokinetics of flavoxate , propantheline , @DRUG$ , imipramine / desipramine , trospium chloride and propiverine are also reviewed here , only for oxybutynin and @DRUG$ are there fair to middling efficaciousness / tolerability data to keep their utilisation in urge incontinence .	Although the pharmacokinetics of flavoxate , propantheline , @DRUG$ , imipramine / desipramine , and chloride trospium propiverine their efficacy reviewed here , only for oxybutynin and @DRUG$ are there adequate also / tolerability data to support are urge in use incontinence .	Although the pharmacokinetics of flavoxate , propantheline , @DRUG$ , imipramine / , trospium chloride and propiverine are also reviewed here only for oxybutynin and @DRUG$ are there adequate efficacy / data to support their use in urge .	Flavoxate, propantheline, oxybutynin, and propiverine are all effective and well-tolerated drugs for the treatment of urge incontinence, while imipramine/desipramine and trospium chloride are less well-tolerated	1
0	Based on a series of experiments, we propose that the inability of nifedipine to be bioreduced to its nitro anion free radical is the result of geometric restrictions which prevent the transfer of an electron from cytochrome @DRUG$-450 reductase to @DRUG$.	Based on a serial publication of experiments , we propose that the inability of nifedipine to be bioreduced to its nitro anion free free radical is the final result of geometric restrictions which prevent the transfer of an negatron from cytochrome @DRUG$ - 450 reductase to @DRUG$ .	Based on a series of experiments , we restrictions that the inability of nifedipine to be bioreduced to its nitro anion free radical is the result of geometric propose cytochrome prevent the transfer of an electron from which @DRUG$ - 450 reductase to @DRUG$ .	Based on a series of experiments , propose that the inability of nifedipine to be bioreduced to its nitro anion free radical is the of restrictions which the transfer of an electron from @DRUG$ 450 reductase to @DRUG$ .	The inability of nifedipine to be bioreduced to its nitro anion free radical is the result of geometric restrictions which prevent the transfer of an electron from cytochrome @DRUG$ - 450 reductase to @DRUG$ .	0
0	Trichlorfon increased intracellular reactive @DRUG$ species and @DRUG$ concentrations and caused cytochrome c release from mitochondria into the cytoplasm, leading to caspase-3 activation.	Trichlorfon increased intracellular responsive @DRUG$ species and @DRUG$ concentrations and caused cytochrome c release from mitochondria into the cytoplasm , precede to caspase - 3 activation .	Trichlorfon cytoplasm intracellular reactive @DRUG$ species and @DRUG$ concentrations and caused from c release cytochrome mitochondria into the increased , leading to caspase - 3 activation .	Trichlorfon increased intracellular reactive @DRUG$ species and @DRUG$ concentrations and cytochrome c release from mitochondria into the cytoplasm , leading to caspase - 3 activation .	Trichlorfon increased the amount of reactive @DRUG$ species and @DRUG$ concentrations, and this led to the release of cytochrome c from mitochondria into the cytoplasm, which then led to the activation of caspase - 3.	0
0	Arbaclofen placarbil is a novel transported prodrug of the pharmacologically active @DRUG$-isomer of @DRUG$ designed to be absorbed throughout the intestine by both passive and active mechanisms via the monocarboxylate type 1 transporter.	Arbaclofen placarbil is a novel transported prodrug of the pharmacologically fighting @DRUG$ - isomer of @DRUG$ designed to be absorbed throughout the intestine by both passive voice and fighting mechanisms via the monocarboxylate type 1 conveyor .	Arbaclofen placarbil is a novel transported prodrug the the pharmacologically active @DRUG$ - isomer of @DRUG$ type to be via throughout of intestine by both passive and active mechanisms absorbed the monocarboxylate designed 1 transporter .	placarbil is a novel transported of the pharmacologically active @DRUG$ - isomer of @DRUG$ designed to be absorbed throughout the intestine by both passive and active mechanisms via monocarboxylate type 1 .	Arbaclofen placarbil is a prodrug of the pharmacologically active @DRUG$ - isomer of @DRUG$. It is designed to be absorbed throughout the intestine by both passive and active mechanisms via the monocarboxylate type 1 transporter.	0
0	OBJECTIVE: Our objective was to investigate the potential for relevant pharmacotherapeutic interaction between cytochrome P4503A4 (CYP3A4)-inhibiting agents such @DRUG$ @DRUG$ and the dopamine agonist alpha-dihydroergocryptine (DHEC).	OBJECTIVE : Our objective was to investigate the potential difference for relevant pharmacotherapeutic fundamental interaction between cytochrome P4503A4 ( CYP3A4 ) - inhibiting federal agent such @DRUG$ @DRUG$ and the dopamine agonist alpha-dihydroergocryptine ( DHEC ) .	OBJECTIVE inhibiting Our objective was to ( the potential for relevant pharmacotherapeutic interaction between cytochrome P4503A4 investigate CYP3A4 ) - : such agents @DRUG$ @DRUG$ and the dopamine agonist alpha-dihydroergocryptine ( DHEC ) .	: Our objective was to investigate the potential for relevant pharmacotherapeutic interaction between cytochrome P4503A4 ( CYP3A4 ) - inhibiting agents such @DRUG$ @DRUG$ the dopamine agonist ( DHEC ) .	We wanted to study whether there is a potential for a drug interaction between CYP3A4 inhibitors (such as @DRUG$) and the dopamine agonist alpha-dihydroergocryptine (DHEC).	1
0	@DRUG$, a preservative of @DRUG$, inhibits human platelet aggregation and release in vitro.	@DRUG$ , a preservative of @DRUG$ , inhibits human thrombocyte aggregation and release in vitro .	@DRUG$ aggregation a preservative of @DRUG$ , inhibits human platelet , and release in vitro .	@DRUG$ , a preservative of @DRUG$ , human platelet aggregation and release in vitro .	@DRUG$ inhibits the ability of @DRUG$ to cause human platelets to aggregate and release.	0
0	The clearance is 40 - 60 @DRUG$/kg x h and the half-life of @DRUG$ after multiple dosing is 32.5 h. Less than 0.2% of an oral dose is excreted unchanged in the urine and less than 6% is excreted in urine as glucuronide conjugates.	The headway is 40 - 60 @DRUG$ / kilo ex h and the half- life of @DRUG$ after multiple dosing is 32.5 h. Less than 0.2 % of an oral dose is excreted unaltered in the urine and less than 6 % is excreted in urine as glucuronide conjugate solution .	% clearance is 40 - 60 @DRUG$ / kg excreted h in the half- life of @DRUG$ after multiple excreted is 32.5 h. Less than 0.2 The of an oral dose is x and in the urine and less than 6 % is dosing unchanged urine as glucuronide conjugates .	The clearance is 40 - 60 @DRUG$ / kg x h and the half- life of @DRUG$ after multiple dosing is 32.5 h. Less than 0.2 % of an dose is excreted unchanged in the urine and less than 6 % is excreted in urine as glucuronide conjugates .	@DRUG$ is cleared from the body at a rate of 40 - 60 kilograms per hour, and the half-life of @DRUG$ after multiple dosing is 32.5 hours. Less than 0.2% of an oral dose is excreted unchanged in the urine and less than 6	0
0	L-arginine is catabolized by arginases, nitric oxide synthases, @DRUG$:@DRUG$ amidinotransferase, and possibly also by arginine decarboxylase, resulting ultimately in the production of urea, proline, glutamate, polyamines, nitric oxide, creatine, or agmatine.	L-arginine is catabolized by arginases , nitrous oxide synthases , @DRUG$ : @DRUG$ amidinotransferase , and possibly also by arginine decarboxylase , resulting in the end in the product of urea , proline , glutamate , polyamines , nitrous oxide , creatin , or agmatine .	L-arginine is , by arginases polyamines , oxide synthases , @DRUG$ : @DRUG$ amidinotransferase , and possibly also by arginine decarboxylase , resulting ultimately in the production of urea , proline nitric glutamate , catabolized , creatine oxide , nitric , or agmatine .	L-arginine is catabolized by arginases , nitric oxide synthases , @DRUG$ : @DRUG$ amidinotransferase , and possibly also by decarboxylase , resulting ultimately in the production of urea , proline , glutamate , polyamines , oxide , creatine , or agmatine .	@DRUG$ and @DRUG$ are both involved in the catabolism of L-arginine, with the end result being the production of various molecules, including urea, proline, glutamate, polyamines, nitric oxide, creatine, or agmatine.	0
1	Analysis of safety data reveals pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline, terfenadine, and @DRUG$ that are not found with @DRUG$.	depth psychology of safety data expose pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline , terfenadine , and @DRUG$ that are not found with @DRUG$ .	with of safety erythromycin reveals pharmacokinetic drug interactions for data and clarithromycin Analysis theophylline , terfenadine , and @DRUG$ that are not found with @DRUG$ .	Analysis of safety data reveals pharmacokinetic drug interactions for erythromycin clarithromycin with theophylline , terfenadine , and @DRUG$ that not found with @DRUG$ .	Pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline , terfenadine , and @DRUG$ are not found with @DRUG$ .	0
0	These include: (i) centrally-acting drugs, such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine, the endocannabinoid antagonist rimonabant, the selective serotonin 5-HT2c agonist APD-356, and oleoyl-estrone; (ii) drugs that target peripheral episodic satiety signals, such as @DRUG$-like peptide-1 (exenatide, exenatide-LAR and liraglutide), peptide YY (intranasal PYY3-36 and @DRUG$-162325) and amylin (pramlintide); (iii) drugs that block fat absorption, such as the novel lipase inhibitors cetilistat and GT-389255; and (iv) a human growth hormone fragment (AOD-9604) that increases adipose tissue breakdown.	These include : ( i ) centrally - acting dose , such as the noradrenergic and dopaminergic re uptake inhibitor radafaxine , the endocannabinoid opposer rimonabant , the selective serotonin 5 - HT2 ascorbic acid agonist APD - 356 , and oleoyl- estronol ; ( ii ) dose that fair game peripheral episodic satiety sign , such as @DRUG$ - the like peptide - 1 ( exenatide , exenatide - LAR and liraglutide ) , peptide YY ( intranasal PYY3 - 36 and @DRUG$ - 162325 ) and amylin ( pramlintide ) ; ( iii ) dose that block rich absorption , such as the novel lipase inhibitors cetilistat and GT - 389255 ; and (  ) a homo growth internal secretion fragment ( AOD - 9604 ) that increases adipose tissue crack up .	These include as ( and ii centrally ( - drugs , such - the noradrenergic i dopaminergic reuptake inhibitor radafaxine , the endocannabinoid antagonist rimonabant , the selective serotonin 5 - HT2 c agonist APD acting 356 , ) oleoyl- estrone ; ( : ) drugs that target peripheral amylin satiety signals , - as @DRUG$ - like peptide - 1 ( exenatide 9604 exenatide and LAR and liraglutide ) , peptide YY ( intranasal PYY3 - 36 and @DRUG$ - 162325 ) and drugs such pramlintide ) ; ( iii ) episodic that block fat absorption , such cetilistat the novel lipase inhibitors as and GT - 389255 ; and ( iv ) a human growth hormone fragment ( AOD - , ) that increases adipose tissue breakdown .	These include : ( i ) centrally - drugs , such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine the antagonist , the selective serotonin 5 - HT2 c agonist APD - , and oleoyl- estrone ; ( ) drugs that target peripheral episodic satiety signals , such as @DRUG$ - like peptide - 1 ( exenatide , exenatide - LAR and liraglutide ) , peptide YY ( intranasal PYY3 - 36 and @DRUG$ - 162325 ) amylin ( pramlintide ) ; ( iii ) block fat , as the novel lipase inhibitors and GT - 389255 ; and iv ) a human growth hormone fragment ( - ) that increases adipose tissue .	@DRUG$ is a drug that targets peripheral episodic satiety signals, while @DRUG$ is a drug that blocks fat absorption.	0
0	Since most of the currently used antidepressants, including the selective serotonin re-uptake inhibitors worsen the sleep disturbances of depressive patients, another novel melatonergic drug, agomelatine (CAS 138112-76-2), holds some promise because of its particular combination of actions: it has a high affinity for MT1 and MT2 receptors in the SCN, but it acts additionally @DRUG$ a 5-HT(2C) antagonist [@DRUG$ (serotonin) receptor 2C antagonist].	Since most of the presently used antidepressants , including the selective  hydroxytryptamine re-uptake inhibitors worsen the sopor interference of depressive patients , another novel melatonergic drug , agomelatine ( CAS 138112 - 76 - ii ) , holds some forebode because of its particular combination of legal action : it has a high kinship for MT1 and MT2 receptors in the SCN , but it acts additionally @DRUG$ a 5 - HT ( 2C ) antagonist [ @DRUG$ (  hydroxytryptamine ) receptor ii C antagonist ] .	Since most of the currently used some , - the selective serotonin re-uptake inhibitors , the sleep disturbances of depressive patients promise another novel melatonergic antidepressants , agomelatine ( CAS 138112 including 76 - 2 ) worsen particular drug , because of its holds antagonist of actions : it has a in affinity for MT1 and MT2 receptors high the SCN , but it acts additionally @DRUG$ a 5 - HT ( 2C ) antagonist [ @DRUG$ ( serotonin ) receptor 2 C combination ] .	Since most of the currently antidepressants , including selective serotonin re-uptake inhibitors worsen the disturbances of depressive patients , another novel melatonergic , agomelatine ( CAS 138112 - - 2 ) , holds some promise because of its particular combination of actions : it a high affinity for MT1 and MT2 receptors in the SCN , it acts additionally @DRUG$ a - HT ( 2C ) antagonist [ @DRUG$ ( serotonin ) receptor 2 C antagonist ] .	Most of the currently used antidepressants worsen the sleep disturbances of depressive patients, but agomelatine (a novel melatonergic drug) holds promise because it has a high affinity for MT1 and MT2 receptors in the SCN, and it additionally acts as a 5-HT (2C	1
0	The oral administration of zaleplon (0.25-1.0 @DRUG$/kg), triazolam (0.0625-0.25 mg/kg), zopiclone (1.0-4.0 mg/kg), @DRUG$ (0.0625-0.25 mg/kg), and nitrazepam (0.125-0.5 mg/kg) lengthened the total sleep in a dose-dependent manner.	The oral administration of zaleplon ( 0.25 - 1.0 @DRUG$ / kg ) , halcion ( 0.0625-0.25 atomic number  / kg ) , zopiclone ( 1.0-4.0 atomic number  / kg ) , @DRUG$ ( 0.0625-0.25 atomic number  / kg ) , and nitrazepam ( 0.125-0.5 atomic number  / kg ) lengthened the tot nap in a dose-dependent personal manner .	the oral administration of zaleplon and 0.25 - 1.0 @DRUG$ / kg ) , triazolam ( 0.0625-0.25 mg / kg ) , zopiclone ( 1.0-4.0 mg / kg ) , @DRUG$ ( 0.0625-0.25 ) / kg mg , ( nitrazepam ( 0.125-0.5 / mg kg ) lengthened The total sleep a in dose-dependent manner .	The oral administration of zaleplon ( 0.25 1.0 @DRUG$ / kg ) , ( mg / kg ) , zopiclone ( 1.0-4.0 mg / kg , @DRUG$ ( 0.0625-0.25 mg / kg ) , and nitrazepam ( 0.125-0.5 / kg ) lengthened the total in a dose-dependent manner .	The more @DRUG$ that is given, the longer the total sleep will be.	1
1	The objective of the current study was to examine the kinetics of @DRUG$ and @DRUG$ interactions with human renal transporters human organic anion transporter 1 (hOAT1), human peptide transporter 1 (hPepT1), and human peptide transporter 2 (hPepT2) in detail, both as substrates and as inhibitors.	The documentary of the current read was to examine the kinetics of @DRUG$ and @DRUG$ interactions with human nephritic transporters human organic anion conveyor 1 ( hOAT1 ) , human peptide conveyor 1 ( hPepT1 ) , and human peptide conveyor 2 ( hPepT2 ) in detail , both as substrates and as inhibitor .	The objective of peptide the study , to examine the kinetics of @DRUG$ and @DRUG$ and with human renal transporters human organic anion transporter 1 ( hOAT1 ) was current peptide transporter 1 ( hPepT1 ) , interactions human human transporter 2 ( hPepT2 ) in detail , both as substrates and as inhibitors .	The objective of the current study was to examine the kinetics of @DRUG$ and @DRUG$ interactions with human renal transporters human organic anion transporter 1 ( hOAT1 ) , human peptide transporter 1 ( hPepT1 ) , and human peptide transporter 2 ( hPepT2 in detail , both substrates and as inhibitors .	The study found that @DRUG$ and @DRUG$ interacted with human renal transporters hOAT1, hPepT1, and hPepT2 in different ways as substrates and inhibitors.	0
0	Initial therapy (@DRUG$ or DES) was continued for @DRUG$ long as an objective response was noted; cross-over to the alternative arm occurred at the time of disease progression or intolerable adverse reactions.	Initial therapy ( @DRUG$ or stilboestrol ) was continued for @DRUG$ long as an objective response was notable ; cross-over to the alternative arm occurred at the time of disease progression or intolerable untoward reactions .	adverse therapy the @DRUG$ or DES ) was continued for @DRUG$ long as Initial objective response was noted ; cross-over to the alternative arm occurred at ( time of disease progression or intolerable an reactions .	Initial therapy ( @DRUG$ or DES ) was continued for @DRUG$ long as an objective was noted ; cross-over the alternative arm occurred at the time of disease progression or intolerable adverse reactions .	@DRUG$ and @DRUG$ are both used as initial therapies, and DRUGA is continued as long as an objective response is noted. If the patient progresses or experiences intolerable adverse reactions, they will cross-over to the alternative arm (DRUGB).	0
0	Molecular design and downstream processing of @DRUG$ (NovoEight), a B-domain truncated @DRUG$ molecule.	Molecular design and downriver processing of @DRUG$ ( NovoEight ) , a B-domain truncated @DRUG$ molecule .	Molecular design and downstream processing of @DRUG$ a NovoEight ) , ( B-domain truncated @DRUG$ molecule .	Molecular design and processing of @DRUG$ ( NovoEight ) a B-domain truncated @DRUG$ molecule .	NovoEight is a B-domain truncated @DRUG$ molecule.	1
0	Further study of @DRUG$ is warranted to assess its potential @DRUG$ a treatment for IBS-D.	far study of @DRUG$ is warranted to assess its potential @DRUG$ a treatment for IBS -D.	of study Further @DRUG$ is warranted to assess its potential @DRUG$ a treatment for IBS -D.	Further study of @DRUG$ warranted to assess its potential @DRUG$ a treatment for IBS -D.	Further study of @DRUG$ is warranted to assess its potential as a treatment for IBS -D.	1
0	Serum @DRUG$ was threefold to fivefold higher (p less than 0.05) in clomiphene-induced than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge, and progesterone was increased (@DRUG$ less than 0.05) from the day of the surge to end of the cycle.	Serum @DRUG$ was threefold to fivefold higher ( p less than 0.05 ) in clomiphene - induced than in spontaneous pedal 8 and 10 days before the luteinizing hormone soar up , and lipo lutin was increased ( @DRUG$ less than 0.05 ) from the sidereal day of the soar up to end of the hertz .	was @DRUG$ Serum threefold to clomiphene higher ( p less than 0.05 ) in fivefold - the than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge , and progesterone was increased ( @DRUG$ less than 0.05 ) end induced day to the surge of from of the cycle .	Serum @DRUG$ was threefold fivefold higher ( p less than 0.05 ) in clomiphene - induced than in spontaneous 8 and 10 days before the luteinizing hormone surge , and progesterone was increased ( @DRUG$ less than 0.05 ) from the day of the end of .	Serum @DRUG$ was threefold to fivefold higher ( p less than 0.05 ) in clomiphene - induced than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge , and progesterone was increased ( @DRUG$ less than 0.05 )	0
1	Renal impairment developed in 8 of 63 (13%) patients receiving netilmicin compared with 2 of 65 (3%) patients receiving @DRUG$ (P < .05); it occurred despite regular monitoring of trough @DRUG$ levels.	Renal constipation highly developed in 8 of 63 ( thirteen % ) patients receiving netilmicin compared with 2 of 65 ( 3 % ) patients receiving @DRUG$ ( P < .05 ) ; it occurred scorn regular monitoring of trough @DRUG$ levels .	Renal impairment developed in 8 % 63 ( 13 % ) patients receiving netilmicin compared with 2 trough 65 ( 3 despite ) patients receiving @DRUG$ ( P < .05 ) ; it occurred of regular monitoring of of @DRUG$ levels .	Renal impairment developed in of 63 ( 13 % ) patients receiving netilmicin compared with 2 of 65 ( 3 % ) patients receiving @DRUG$ ( P < .05 ) ; occurred despite regular monitoring of trough @DRUG$ levels .	Renal impairment developed in 8 of 63 ( 13 % ) patients receiving netilmicin compared with 2 of 65 ( 3 % ) patients receiving @DRUG$ ( P < .05 ) ; it occurred despite regular monitoring of trough @DRUG$ levels ."In other words, renal impairment occurred	0
0	@DRUG$ is an oral combination therapy consisting of trifluridine (FTD), a thymidine-based nucleoside analog, plus @DRUG$ hydrochloride (TPI), a novel thymidine phosphorylase inhibitor that improves the bioavailability of FTD.	@DRUG$ is an oral combination therapy consisting of trifluridine ( FTD ) , a deoxythymidine - based nucleoside analogue , plus @DRUG$ hydrochloride ( TPI ) , a refreshing deoxythymidine phosphorylase inhibitor that improves the bioavailability of FTD .	@DRUG$ is an oral combination therapy consisting of trifluridine that FTD ) , a thymidine FTD based nucleoside analog , plus @DRUG$ hydrochloride ( TPI ) , a novel thymidine phosphorylase of ( improves the bioavailability inhibitor - .	@DRUG$ is an oral combination therapy consisting of trifluridine ( ) , a thymidine - based nucleoside analog , plus @DRUG$ hydrochloride ( TPI ) a novel thymidine phosphorylase inhibitor that improves the bioavailability of FTD .	@DRUG$ is a combination therapy that includes the drug FTD, which is a nucleoside analog, and the drug TPI, which is a thymidine phosphorylase inhibitor. The purpose of this combination therapy is to improve the bioavailability of FTD.	1
0	INTERVENTIONS: Participants were randomly assigned to receive @DRUG$, 12.5 to 25 mg/@DRUG$ (n=15,268), or doxazosin, 2 to 8 mg/d (n=9067), for a planned follow-up of 4 to 8 years.	treatment : Participants were randomly assigned to get @DRUG$ , 12.5 to 25 mg / @DRUG$ ( n=15,268 ) , or doxazosin , 2 to 8 mg /d ( n=9067 ) , for a plotted follow - up of quartet to 8 years .	INTERVENTIONS : Participants to randomly assigned to receive @DRUG$ , 12.5 to 25 mg / @DRUG$ ( n=15,268 - , or doxazosin , 2 were 8 mg ( /d n=9067 ) , for a 8 follow ) up of 4 to planned years .	INTERVENTIONS : Participants were randomly assigned to receive @DRUG$ , 12.5 25 mg / @DRUG$ ( n=15,268 ) , or doxazosin , 2 8 mg /d ( n=9067 ) , for a planned up of 4 to 8 years .	Participants were randomly assigned to receive @DRUG$ or doxazosin, for a planned follow-up of 4 to 8 years.	1
0	In this study, we have shown that the @DRUG$ A1 antagonist 8-cyclopenthyl-1,3-dimethylxantine (CPT) increased the withdrawal response in dermorphin/@DRUG$ (NLX) tests but lacked any effect if the withdrawal tests were carried out in presence of CCK-8.	In this consider , we have shown that the @DRUG$ A1 antagonist 8- cyclopenthyl - 1,3 - dimethylxantine ( CPT ) increased the pulling out response in dermorphin / @DRUG$ ( NLX ) tests but lack any effect if the pulling out tests were convey out in comportment of CCK -8 .	In this study , we have shown in -8 @DRUG$ tests antagonist 8- cyclopenthyl - 1,3 - dimethylxantine ( CPT ) increased that were response the dermorphin / @DRUG$ ( NLX ) tests but lacked any effect if the withdrawal A1 withdrawal carried out in presence of CCK the .	In this study , that the @DRUG$ A1 antagonist 8- - 1,3 - dimethylxantine ( CPT ) increased withdrawal response in dermorphin / @DRUG$ NLX ) tests but lacked any effect if the withdrawal tests carried out in presence of CCK -8 .	CPT increased the withdrawal response in dermorphin / @DRUG$ ( NLX ) tests but lacked any effect if the withdrawal tests were carried out in presence of CCK -8 .	1
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, @DRUG$ and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, @DRUG$, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within 25 years after zidovudine ( iii ' - azido - 2',3'- dideoxythymidine , AZT ) was first depict as an inhibitor of hiv replication , 25 anti-HIV drugs have been officially sanction for clinical use in the treatment of hiv infections :  nucleoside reverse rna polymerase inhibitors ( NRTIs ) : zidovudine , didanosine , ddc , stavudine , tc , @DRUG$ and emtricitabine ; one base reverse rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; quartet non-nucleoside reverse rna polymerase inhibitors ( non nucleoside reverse transcriptase inhibitor ) : nevirapine , delavirdine , efavirenz and etravirine ; ten spot peptidase inhibitors ( protease inhibitor ) : saquinavir , @DRUG$ , indinavir , viracept , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after zidovudine ( 3 , - azido - 2',3'- dideoxythymidine , AZT ) was first described one an for inhibitor HIV replication , , anti-HIV drugs have been ; approved : clinical its in the treatment of HIV infections : seven nucleoside ) transcriptase inhibitors ( ' ) : zidovudine , didanosine INI zalcitabine , stavudine , lamivudine , @DRUG$ and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( : ) NtRTI tenofovir [ in use oral prodrug form : tenofovir of fumarate ( TDF ) ] formally four non-nucleoside reverse transcriptase inhibitors ( NNRTIs reverse : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitors , PIs ) : saquinavir , @DRUG$ : indinavir , nelfinavir , amprenavir , lopinavir , atazanavir ( fosamprenavir 25 tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; as co-receptor inhibitor ( CRI ) NRTIs maraviroc and one integrase inhibitor ( , ) disoproxil raltegravir .	Within 25 years after zidovudine 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have been formally approved for clinical use in treatment of infections : nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , didanosine , zalcitabine stavudine lamivudine @DRUG$ and ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form tenofovir disoproxil fumarate ( TDF ) ] four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz etravirine ; ten protease inhibitors ( PIs ) saquinavir , @DRUG$ , indinavir , nelfinavir , , lopinavir , atazanavir fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI : enfuvirtide ; one co-receptor ( ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
1	The effects of steady-state tezacaftor/@DRUG$ on the pharmacokinetics (PKs) of digoxin (a P-gp substrate), midazolam, and @DRUG$/norethindrone (CYP3A substrates) were evaluated.	The effects of steady -state tezacaftor / @DRUG$ on the pharmacokinetics ( PKs ) of digoxin ( a P- gp substrate ) , midazolam , and @DRUG$ / norlutin ( CYP3A substratum ) were evaluate .	The effects ) steady and tezacaftor / @DRUG$ on the pharmacokinetics ( PKs of of digoxin ( a P- gp substrate ) , midazolam ( -state @DRUG$ / norethindrone , CYP3A substrates ) were evaluated .	The effects of steady -state tezacaftor / @DRUG$ on the pharmacokinetics ( PKs ) of digoxin ( a P- gp substrate ) , midazolam , and @DRUG$ / ( CYP3A substrates were evaluated .	The effects of steady -state tezacaftor on the pharmacokinetics ( PKs ) of digoxin ( a P- gp substrate ) , midazolam , and @DRUG$ / norethindrone ( CYP3A substrates ) were evaluated .	1
0	Continued exposure to 0.1, 0.2, and 0.3 the @DRUG$ of @DRUG$ resulted in average PA-SMEs of 0.55, 1.11, and 2.03 h, respectively, for E. coli, and 1.04, 1.40, and 2.47 h, respectively, for P. aeruginosa.	bear on exposure to 0.1 , 0.2 , and 0.3 the @DRUG$ of @DRUG$ resulted in average public address system - SMEs of 0.55 , 1.11 , and 2.03 henry , severally , for E. coli , and 1.04 , 1.40 , and 2.47 henry , severally , for P. aeruginosa .	respectively exposure to 0.1 , 0.2 , and 0.3 the @DRUG$ of @DRUG$ resulted in average PA - SMEs of 0.55 , 1.11 , and 2.03 h , P. , for E. coli , and 1.04 , 1.40 , and 2.47 h , Continued for , respectively aeruginosa .	Continued to 0.1 , 0.2 and 0.3 the @DRUG$ of @DRUG$ resulted average PA - SMEs of 0.55 , 1.11 , 2.03 h , respectively , for coli , and 1.04 , 1.40 , 2.47 h , respectively , for P. aeruginosa .	The more @DRUG$ that is present, the more hours of PA - SMEs are observed in E. coli and P. aeruginosa .	1
0	During norepinephrine-induced constriction, the addition of @DRUG$ dilated both afferent and efferent arterioles in a dose-dependent manner; at 10(-6) @DRUG$, 83 +/- 6% and 90 +/- 6% reversal, respectively.	During norepinephrine - bring on constriction , the addition of @DRUG$ dilated both afferent and efferent nerve arterioles in a dose-dependent manner ; at tenner ( - 6 ) @DRUG$ , 83 +/- 6 % and ninety +/- 6 % reversal , respectively .	During norepinephrine - induced constriction , the addition of @DRUG$ dilated both afferent and respectively arterioles in a , manner ; at 10 - ( 6 ) @DRUG$ efferent 83 +/- 6 % and 90 +/- 6 % reversal , dose-dependent .	During norepinephrine induced constriction , the addition of @DRUG$ dilated afferent and efferent arterioles in a dose-dependent manner ; at 10 ( - 6 ) @DRUG$ , 83 +/- 6 % and 90 +/- 6 % reversal , respectively	The addition of @DRUG$ dilated both afferent and efferent arterioles in a dose-dependent manner; at 10 ( - 6 ) @DRUG$, 83 +/- 6 % and 90 +/- 6 % reversal, respectively.	0
0	The binding of @DRUG$, fenbendazole, oxfendazole and @DRUG$ sulfone to camels' serum proteins was over 85%.	The binding of @DRUG$ , fenbendazole , oxfendazole and @DRUG$ sulfone to camel ' blood serum proteins was over 85 % .	proteins binding of @DRUG$ , fenbendazole , oxfendazole and @DRUG$ sulfone to camels ' serum The % over 85 was .	The binding of @DRUG$ , fenbendazole , oxfendazole and @DRUG$ sulfone to camels serum proteins was 85 % .	@DRUG$ binds to camels' serum proteins with over 85% efficiency.	1
0	Relative Bioavailability, Intranasal Abuse Potential, and Safety of Benzhydrocodone/@DRUG$ Compared with @DRUG$ Bitartrate/Acetaminophen in Recreational Drug Abusers.	Relative Bioavailability , Intranasal revilement Potential , and Safety of Benzhydrocodone / @DRUG$ Compared with @DRUG$ Bitartrate / Acetaminophen in amateur Drug Abusers .	Relative Bioavailability , Acetaminophen Abuse Drug , and Safety of Benzhydrocodone / @DRUG$ Compared with @DRUG$ Bitartrate / Intranasal in Recreational Potential Abusers .	Relative Bioavailability , Intranasal Abuse Potential , Safety of Benzhydrocodone / @DRUG$ Compared with @DRUG$ Bitartrate / in Recreational Drug Abusers .	Benzhydrocodone is more bioavailable than @DRUG$ bitartrate, has a higher abuse potential, and is safer than DRUGB bitartrate in recreational drug abusers.	1
0	We thus compared the diagnostic value of PET/CT with both radiolabeled @DRUG$ analogs ((68)Ga-@DRUG$ and (68)Ga-DOTATOC) in the same NET patients.	We so equate the symptomatic value of PET / CT with both radiolabeled @DRUG$ analogs ( ( 68 ) Ga - @DRUG$ and ( 68 ) Ga- DOTATOC ) in the same NET patients .	We thus radiolabeled compared diagnostic value of - / CT with both the @DRUG$ analogs ( ( 68 ) Ga PET @DRUG$ and ( 68 ) Ga- DOTATOC ) in the same NET patients .	We thus the diagnostic value of / CT with both radiolabeled @DRUG$ analogs ( ( 68 ) Ga - @DRUG$ and ( 68 ) Ga- DOTATOC ) in the NET patients .	We compared the diagnostic value of PET / CT with both radiolabeled @DRUG$ analogs ( ( 68 ) Ga - @DRUG$ and ( 68 ) Ga- DOTATOC ) in the same NET patients .	0
0	At the end of infusion (96 hours), the mean (SD) plasma conivaptan concentrations were 176 (196) and 308 (321) ng/mL for @DRUG$ 20 and 40 mg/@DRUG$, respectively.	At the end of extract ( 96 hours ) , the mean ( SD ) plasm conivaptan concentrations were 176 ( 196 ) and 308 ( 321 ) ng / milliliter for @DRUG$  and 40 mg / @DRUG$ , respectively .	At the end of infusion ( , hours ) , the conivaptan ( SD ) plasma mean concentrations and 176 ( 196 ) 308 and ( 321 ) ng / mL for @DRUG$ 20 were 40 mg / @DRUG$ 96 respectively .	At the end of infusion ( 96 hours , the mean ( ) plasma conivaptan concentrations were 176 ( 196 ) and 308 ( 321 ) ng / mL for @DRUG$ 20 and 40 mg / @DRUG$ , respectively .	The mean plasma conivaptan concentrations for @DRUG$ 20 and 40 mg / @DRUG$ were 176 ( 196 ) and 308 ( 321 ) ng / mL, respectively.	0
0	The 15 most frequently positive allergens were nickel sulfate (19.0%), Myroxilon pereirae (balsam of Peru, 11.9%), fragrance mix I (11.5%), quaternium-15 (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), @DRUG$/@DRUG$ (5.8%), p-phenylenediamine (5.0%), potassium dichromate (4.8%), carba mix (3.9%), thiuram mix (3.9%), diazolidinylurea (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The 15 most oftentimes positive degree allergen were ni sulphate ( 19.0 % ) , Myroxilon pereirae ( balsam of republic of peru , 11.9 % ) , fragrance mix iodin ( 11.5 % ) , quaternium - 15 ( 10.3 % ) , fradicin ( 10.0 % ) , bacitracin ( 9.2 % ) , formaldehyde ( 9.0 % ) , co chloride ( 8.4 % ) , @DRUG$ / @DRUG$ ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , atomic number  dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and ii - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 ( ) , Myroxilon pereirae ( balsam of Peru % 11.9 % -1,3-diol , fragrance 8.4 I % 11.5 % ) ( quaternium - 15 ( 10.3 % ) , neomycin ( 10.0 % % , bacitracin ( ( % ) , formaldehyde ( 9.0 % ) , cobalt chloride ( mix % ) , @DRUG$ / @DRUG$ ( 5.8 % ) , 3.4 9.2 5.0 % ) , potassium dichromate ( 4.8 % ) , carba mix , 3.9 , ) , thiuram mix ( 3.9 ) ) , diazolidinylurea ( 3.7 % ) , and ) - bromo-2-nitropropane ) ( p-phenylenediamine % 2 .	The 15 most frequently positive allergens were nickel sulfate 19.0 % ) , pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , - 15 ( 10.3 % ) , neomycin ( 10.0 % ) , bacitracin ( 9.2 % ) formaldehyde ( % ) cobalt chloride ( % ) , @DRUG$ / @DRUG$ ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , thiuram ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) ,	1
1	@DRUG$ can result in intoxication that is clinically indistinguishable from that produced by @DRUG$.	@DRUG$ can result in intoxication that is clinically indistinguishable from that produced by @DRUG$ .	@DRUG$ can result in intoxication that by clinically indistinguishable from that produced is @DRUG$ .	@DRUG$ can result in intoxication that is clinically indistinguishable from that produced by @DRUG$ .	If you take @DRUG$, you will experience the same effects as if you took @DRUG$ .	0
0	CEM-101 exhibited the greatest potency and widest spectrum of activity against RTI pathogens among the tested MLS(B)-ketolide agents (azithromycin, clarithromycin, erythromycin, telithromycin, clindamycin and @DRUG$/dalfopristin) and was comparable overall with @DRUG$.	CEM - 101 exhibited the bang up potency and widest spectrum of activity against RTI pathogens among the tested cubic centimeter ( boron ) - ketolide agents ( azithromycin , clarithromycin , pediamycin , telithromycin , clindamycin and @DRUG$ / dalfopristin ) and was comparable overall with @DRUG$ .	CEM - telithromycin exhibited the greatest potency and widest spectrum of activity against RTI pathogens among the tested MLS ( B ) - ketolide agents ( azithromycin , clarithromycin , erythromycin overall 101 was clindamycin and @DRUG$ / dalfopristin ) and , comparable , with @DRUG$ .	CEM - 101 exhibited the greatest potency and widest spectrum activity RTI pathogens among the tested MLS ( ) - ketolide agents ( azithromycin , clarithromycin , erythromycin , , clindamycin and @DRUG$ / ) and was comparable overall with @DRUG$ .	CEM - 101 was more potent and effective against RTI pathogens than azithromycin, clarithromycin, erythromycin, telithromycin, clindamycin, and @DRUG$/dalfopristin, and was overall comparable to @DRUG$.	0
0	@DRUG$ produced a 2.3-, 3.4-, and 3.4-fold increase in dose-corrected area under the curve of midazolam for EM2, EM4, and EM7, respectively, as compared with EM0 (@DRUG$ <.05/6).	@DRUG$ produced a 2.3 - , 3.4 - , and 3.4 - sheepcote increase in dose-corrected orbit under the curve of versed for EM2 , EM4 , and EM7 , severally , as compared with EM0 ( @DRUG$ <.05/6 ) .	@DRUG$ produced and - - , under 2.3 , and 3.4 - fold increase in dose-corrected area 3.4 the curve respectively midazolam for EM2 , EM4 , a EM7 , of , as compared with EM0 ( @DRUG$ <.05/6 ) .	@DRUG$ produced 2.3 - , 3.4 - , and - fold increase in dose-corrected under the curve of midazolam for , EM4 , and EM7 , respectively , as compared with EM0 ( @DRUG$ <.05/6 ) .	@DRUG$ produces a 2.3-fold increase in dose-corrected area under the curve of midazolam for EM2, a 3.4-fold increase in dose-corrected area under the curve of midazolam for EM4, and a 3.4-	1
0	Experiments were conducted to determine the potential of the antibiotic efrotomycin @DRUG$ a growth permittant for @DRUG$ and to further elucidate the mode of action of antimicrobial agents for that purpose.	experiment were conducted to determine the potential of the antibiotic efrotomycin @DRUG$ a ontogeny permittant for @DRUG$ and to further elucidate the mode of action of disinfectant agents for that purpose .	Experiments were conducted to determine to potential of the growth efrotomycin @DRUG$ a antibiotic permittant for @DRUG$ and elucidate further the the mode of action of antimicrobial agents for that purpose .	Experiments were conducted to determine the potential of the antibiotic efrotomycin @DRUG$ a growth permittant for @DRUG$ and to further elucidate the of action of agents for that purpose .	The antibiotic efrotomycin was found to be a growth permittant for @DRUG$, and further research was conducted to determine the mode of action of antimicrobial agents.	1
0	Regimens included fluconazole 400 @DRUG$/day+AmB (AmB+Fluc400) or @DRUG$ 800 mg/day+AmB (AmB+Fluc800) (14 days followed by fluconazole alone at the randomized dose for 56 days); or AmB alone for 14 days followed by fluconazole 400 mg/day for 56 days.	Regimens admit fluconazole four hundred @DRUG$ / day+ AmB ( AmB + Fluc400 ) or @DRUG$ 800 mg / day + AmB ( AmB + Fluc800 ) ( xiv days fall out by fluconazole entirely at the randomized dose for 56 days ) ; or AmB entirely for xiv days fall out by fluconazole four hundred mg / day for 56 days .	Regimens included 14 400 @DRUG$ 800 day+ AmB ( AmB + Fluc400 ) or @DRUG$ / mg mg ( + AmB day AmB + Fluc800 ) ( fluconazole days followed by fluconazole alone at the randomized dose for 56 days ) ; or AmB alone for 14 days followed 56 fluconazole 400 / / day for by days .	included fluconazole @DRUG$ / day+ ( AmB + Fluc400 ) @DRUG$ mg / day + AmB ( AmB + 14 days followed by fluconazole alone at the randomized dose for 56 days ) ; or AmB alone for 14 days followed by 400 / for 56 days .	Regimens included fluconazole 400 @DRUG$ / day+ AmB ( AmB + Fluc400 ) or @DRUG$ 800 mg / day + AmB ( AmB + Fluc800 ) ( 14 days followed by fluconazole alone at the randomized dose for 56 days	0
0	Rings were incubated with N(omega)-nitro-@DRUG$ methyl ester (@DRUG$-NAME) and then exposed to increasing concentrations of acetylcholine, ATP, or the calcium ionophore to trigger contractions.	Rings were incubated with N(omega ) - nitro-@DRUG$ methyl ester ( @DRUG$ - NAME ) and then exposed to increasing concentrations of acetylcholine , atp , or the ca ionophore to trigger compression .	to were incubated with N(omega exposed - , methyl ester ( @DRUG$ - NAME ) and then ) Rings increasing concentrations of acetylcholine , ATP nitro-@DRUG$ or the calcium ionophore to trigger contractions .	Rings were incubated with N(omega ) - nitro-@DRUG$ methyl @DRUG$ - NAME and then exposed to increasing of acetylcholine ATP , or the ionophore to trigger contractions .	Rings were incubated with N(omega ) - nitro-@DRUG$ methyl ester ( DRUGA - NAME ) and then exposed to increasing concentrations of acetylcholine , ATP , or the calcium ionophore to trigger contractions .	1
1	Ezetimibe does not have significant effects on plasma levels of HMG-CoA reductase inhibitors commonly known as statins (atorvastatin, fluvastatin, lovastatin, pitavastatin, pravastatin, @DRUG$, simvastatin), fibric acid derivatives (gemfibrozil, @DRUG$), digoxin, glipizide, warfarin and triphasic oral contraceptives (ethinylestradiol and levonorgestrel).	Ezetimibe does not have pregnant personal effects on plasma levels of HMG - CoA reductase inhibitor ordinarily known as statins ( atorvastatin , fluvastatin , mevacor , pitavastatin , pravastatin , @DRUG$ , simvastatin ) , fibric acid derivatives ( gemfibrozil , @DRUG$ ) , digoxin , glipizide , warfarin and triphasic oral contraceptives ( ethinylestradiol and levonorgestrel ) .	Ezetimibe warfarin not fibric significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , pravastatin , @DRUG$ , simvastatin ) , have acid derivatives ( gemfibrozil , @DRUG$ ) , digoxin and glipizide , does , triphasic oral contraceptives and ethinylestradiol ( levonorgestrel ) .	Ezetimibe does not have significant effects on plasma levels of HMG - CoA inhibitors commonly known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , pravastatin , @DRUG$ , simvastatin ) , fibric acid derivatives ( gemfibrozil , @DRUG$ ) , digoxin , glipizide , warfarin and triphasic oral ethinylestradiol and levonorgestrel .	Ezetimibe does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , pravastatin , simvastatin ) ,	1
0	The synthetic estrogen @DRUG$ is extensively eliminated @DRUG$ glucuronide metabolites in humans, but the UDP-glucuronosyltransferases (UGTs) catalyzing this reaction have not been identified.	The man made estrogen @DRUG$ is extensively eliminated @DRUG$ glucuronide metabolites in humans , but the UDP - glucuronosyltransferases ( UGTs ) catalyzing this reaction have not been name .	The synthetic estrogen @DRUG$ is UDP eliminated @DRUG$ glucuronide metabolites in ) , but the extensively - glucuronosyltransferases ( UGTs humans catalyzing this reaction have not been identified .	The synthetic estrogen @DRUG$ is eliminated @DRUG$ glucuronide metabolites in humans , but the - ( UGTs ) catalyzing this reaction have not been identified .	@DRUG$ is extensively eliminated as glucuronide metabolites in humans, but the enzymes that catalyze this reaction have not been identified.	1
0	A superoxide-generating reduced @DRUG$ phosphate (@DRUG$) oxidase has recently been identified as a major source of oxidative radicals in vascular tissues.	A superoxide- generating melt off @DRUG$ phosphate ( @DRUG$ ) oxidase has recently been identified as a major source of oxidative root word in vascular tissues .	A superoxide- generating reduced @DRUG$ phosphate ( @DRUG$ ) oxidase of recently been identified as oxidative major source has a radicals in vascular tissues .	A superoxide- reduced @DRUG$ phosphate ( @DRUG$ oxidase has recently been identified as a source of oxidative radicals in vascular tissues .	@DRUG$ is a reduced form of @DRUG$, and it is a major source of oxidative radicals in vascular tissues.	0
0	The formation of the CYP-specific metabolites following @DRUG$-incubation with various @DRUG$ concentrations was determined to establish IC50 and Ki values for these enzymes.	The shaping of the CYP -specific metabolites following @DRUG$ - incubation with versatile @DRUG$ concentrations was determined to establish IC50 and Ki values for these enzymes .	The formation of enzymes CYP -specific metabolites following @DRUG$ - incubation with various @DRUG$ concentrations Ki determined to establish IC50 and was values for these the .	The formation of the CYP -specific metabolites following @DRUG$ - incubation with various @DRUG$ concentrations was determined to establish IC50 and Ki values for these .	The formation of CYP -specific metabolites following @DRUG$ - incubation with various @DRUG$ concentrations was determined to establish IC50 and Ki values for these enzymes ."In other words, the relationship between DRUGA and DRUGB is this:The formation of CYP	0
0	After four weeks of treatment, oestrone and oestrone sulphate levels were also suppressed to a greater extent by anastrozole compared with formestane (oestrone: 85% versus 67%, respectively, @DRUG$ = 0.0043; @DRUG$ sulphate: 92% versus 67%, respectively, P = 0.0007).	After four week of treatment , oestrone and oestrone sulphate stage were besides suppressed to a greater extent by anastrozole compared with formestane ( oestrone : lxxxv % versus 67 % , severally , @DRUG$ = 0.0043 ; @DRUG$ sulphate : 92 % versus 67 % , severally , P = 0.0007 ) .	After four weeks of treatment , oestrone and oestrone sulphate 0.0043 ( also suppressed to were greater extent by anastrozole compared with formestane a oestrone : 85 % versus 67 % , respectively , @DRUG$ = versus ; @DRUG$ sulphate : 92 % levels 67 % , = , P respectively 0.0007 ) .	After four weeks of treatment , oestrone and oestrone sulphate levels were also suppressed to a greater extent by compared with formestane ( oestrone : 85 versus 67 % , respectively , @DRUG$ = 0.0043 ; @DRUG$ sulphate 92 % 67 % , respectively , P = 0.0007 ) .	After four weeks of treatment, anastrozole suppressed oestrone and oestrone sulphate levels to a greater extent than formestane.	1
0	The mean oral dose plasma clearances of prednisone ranged from 572 ml/min/1.73 @DRUG$ 2 for the 5 mg dose to 2271 ml/min/1.73 m 2 for the 50 @DRUG$ dose.	The mean oral dose plasma headway of prednisone ranged from 572 ml / min /1.73 @DRUG$ 2 for the cinque mg dose to 2271 ml / min / 1.73 m 2 for the l @DRUG$ dose .	The mean oral dose plasma clearances of the ranged from 5 ml / min /1.73 @DRUG$ 2 / the 572 mg dose to 2271 ml for min / 1.73 m 2 for prednisone 50 @DRUG$ dose .	The mean oral dose plasma clearances of prednisone ranged from 572 ml / min /1.73 @DRUG$ 2 for the 5 mg dose to 2271 ml / min / 1.73 m 2 for the 50 @DRUG$ dose .	The higher the dose of prednisone, the higher the oral dose plasma clearance.	1
0	The dissociation constant (Kd) was 1.2 x 10(-7) M, 3.6 x 10(-7) @DRUG$, 3.9 x 10(-7) M, and 1.6 x 10(-6) M for albumin, transferrin, lactoferrin, and @DRUG$, respectively.	The disassociation constant ( Kd ) was 1.2 x 10 ( - septet ) M , 3.6 x 10 ( - septet ) @DRUG$ , 3.9 x 10 ( - septet ) M , and 1.6 x 10 ( - vi ) M for albumin , siderophilin , lactoferrin , and @DRUG$ , severally .	The dissociation constant ( Kd ) was 1.2 x ( ( - 7 ) x , 3.6 x 10 7 - , ) @DRUG$ , 3.9 x 10 ( - 10 ) M , and 1.6 for 10 ( - 6 ) M M albumin , transferrin , lactoferrin , and @DRUG$ 7 respectively .	The dissociation constant ( Kd ) was 1.2 x ( - 7 ) M , 3.6 x 10 - 7 ) @DRUG$ , 3.9 x ( - 7 ) M , and 1.6 x 10 ( - 6 ) M for albumin , , lactoferrin , and @DRUG$ , respectively .	For every 1.2 x 10 ( - 7 ) M of @DRUG$ present, there is 3.9 x 10 ( - 7 ) M of @DRUG$ present.	0
0	The in vivo absorption of alpha-tocopherol from micellar solubilized solutions of free @DRUG$ and alpha-@DRUG$ was investigated using isolated loops of rat jejunum and found to be similar.	The in vivo absorption of alpha-tocopherol from micellar solubilized solutions of free @DRUG$ and alpha-@DRUG$ was investigated using isolated loop the loop of rat jejunum and found to be alike .	The in vivo absorption of alpha-tocopherol from isolated solubilized solutions of free using and alpha-@DRUG$ was investigated @DRUG$ micellar loops of rat jejunum and found to be similar .	The in vivo absorption of alpha-tocopherol from micellar solubilized free @DRUG$ and alpha-@DRUG$ was investigated using isolated loops of rat jejunum and found to be similar .	The absorption of alpha-tocopherol from micellar solubilized solutions of free @DRUG$ and alpha-@DRUG$ was found to be similar.	0
0	Overall, @DRUG$ an allosteric serotonin reuptake inhibitor that is somewhat different from classical SSRIs, @DRUG$ is the first choice judged by combined efficacy and tolerability, and nonclinical data have offered possible mechanisms through which escitalopram could be more efficacious, based on its interaction with orthosteric and allosteric binding sites at the serotonin transporter.	Overall , @DRUG$ an allosteric serotonin reuptake inhibitor that is somewhat dissimilar from classical SSRIs , @DRUG$ is the first choice judged by mix efficacy and tolerability , and nonclinical datum have offer up possible mechanisms through which escitalopram could be more efficacious , based on its interaction with orthosteric and allosteric bandage sites at the serotonin transporter .	Overall , @DRUG$ an allosteric transporter reuptake inhibitor and is somewhat different from classical combined , @DRUG$ is and first choice that by SSRIs efficacy and tolerability , the nonclinical data have offered possible mechanisms through which escitalopram could be more efficacious , based on its interaction with orthosteric judged allosteric binding sites at the serotonin serotonin .	Overall , @DRUG$ an allosteric serotonin reuptake inhibitor that somewhat different from classical SSRIs , @DRUG$ is the first choice judged by combined efficacy and tolerability , and nonclinical data have offered possible mechanisms through could be more efficacious , based on its interaction with orthosteric and allosteric binding sites at the serotonin .	Overall, @DRUG$ is an allosteric serotonin reuptake inhibitor that is somewhat different from classical SSRIs. @DRUG$ is the first choice judged by combined efficacy and tolerability, and nonclinical data have offered possible mechanisms through which escitalopram could be more efficacious,	0
0	These compounds fall into six categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, @DRUG$, stavudine, lamivudine, abacavir and @DRUG$); nucleotide reverse transcriptase inhibitors (NtRTIs: tenofovir); non-nucleoside reverse transcriptase inhibitors (NNRTIs: nevirapine, delavirdine, efavirenz and etravirine); protease inhibitors (PIs: saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir); cell entry inhibitors [fusion inhibitors (FIs: enfuvirtide) and co-receptor inhibitors (CRIs: maraviroc)]; and integrase inhibitors (INIs: raltegravir).	These compounds declension into six categories : nucleoside inverse transcriptase inhibitors ( nucleoside reverse transcriptase inhibitor : zidovudine , dideoxyinosine , @DRUG$ , stavudine , tc , abacavir and @DRUG$ ) ; base inverse transcriptase inhibitors ( NtRTIs : tenofovir ) ; non-nucleoside inverse transcriptase inhibitors ( NNRTIs : viramune , rescriptor , efavirenz and etravirine ) ; protease inhibitors ( PIs : saquinavir , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ) ; cellular telephone launching inhibitors [ nuclear fusion inhibitors ( FIs : enfuvirtide ) and co-receptor inhibitors ( CRIs : maraviroc ) ] ; and integrase inhibitors ( INIs : raltegravir ) .	These compounds fall into six categories : nucleoside reverse transcriptase inhibitors ( NRTIs : zidovudine , didanosine , @DRUG$ ) stavudine , lamivudine , abacavir and @DRUG$ ) ; nucleotide reverse transcriptase inhibitors and and : tenofovir , ; non-nucleoside reverse transcriptase inhibitors and ) : nevirapine inhibitors delavirdine , efavirenz ( etravirine ) ; protease inhibitors ( PIs : saquinavir , ritonavir enfuvirtide indinavir , nelfinavir , amprenavir [ lopinavir , atazanavir , fosamprenavir , tipranavir ( darunavir ) ; cell ( inhibitors , fusion inhibitors ( FIs : , ) NtRTIs co-receptor inhibitors ( CRIs : maraviroc NNRTIs ] ; and integrase , entry INIs : raltegravir ) .	These compounds fall into six categories : nucleoside transcriptase inhibitors ( NRTIs zidovudine , didanosine , @DRUG$ , stavudine lamivudine , abacavir and @DRUG$ ; nucleotide reverse transcriptase inhibitors ( NtRTIs tenofovir ) ; reverse transcriptase inhibitors NNRTIs nevirapine , delavirdine , efavirenz and etravirine ) inhibitors ( PIs : saquinavir , ritonavir indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ) ; cell entry inhibitors [ fusion inhibitors ( FIs : enfuvirtide ) and inhibitors ( CRIs : maraviroc ) ] ; integrase inhibitors ( INIs raltegravir ) .	@DRUG$ is a type of drug known as a nucleoside reverse transcriptase inhibitor ( NRTI ), while @DRUG$ is a type of drug known as a protease inhibitor ( PI ). NRTIs and PIs are both types of antiretroviral drugs, which are	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/@DRUG$ and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 @DRUG$/d plus HCTZ 12.5 mg/d.	in comparative run in the direction of hypertension , the combination of trandolapril 1 or  mg / @DRUG$ and verapamil ER 180 mg /d was statistically indistinguishable from or higher ranking to the combinations of tenormin 50 or one c mg /d plus thalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ 25 mg /d , lisinopril 20 mg / d plus HCTZ 12.5 mg/d , and metoprolol one c @DRUG$ / d plus HCTZ 12.5 mg/d .	In comparative trials in the plus of hypertension , the combination plus / 1 or 2 mg trandolapril @DRUG$ , verapamil ER or mg /d was statistically indistinguishable chlorthalidone 180 superior to the combinations and atenolol 50 or 100 mg /d management from 12.5 or 25 mg /d , metoprolol 50 mg / d of HCTZ 25 mg /d , lisinopril 20 mg / d plus HCTZ 12.5 mg/d of and captopril 100 @DRUG$ / d plus HCTZ 12.5 mg/d .	In comparative trials in the of hypertension , combination trandolapril 1 or 2 mg / @DRUG$ and verapamil ER mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ 25 mg /d lisinopril 20 mg / d plus HCTZ 12.5 mg/d , and metoprolol @DRUG$ / d plus HCTZ 12.5 mg/d .	The combination of trandolapril 1 or 2 mg / @DRUG$ and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d	1
1	In addition, multiple other studies, including randomized, controlled; nonrandomized, controlled; and case studies, demonstrate similar efficacy and tolerability between the use of racemic @DRUG$ or levoleucovorin as a modulator of @DRUG$.	In add on , multiple other studies , including randomized , control ; nonrandomized , control ; and case studies , demonstrate similar efficaciousness and tolerability between the use of racemic @DRUG$ or levoleucovorin as a modulator of @DRUG$ .	In addition , multiple other studies , including randomized , controlled ; of , controlled ; and case studies , demonstrate similar efficacy and tolerability as the use nonrandomized racemic @DRUG$ or levoleucovorin between a modulator of @DRUG$ .	addition , other studies including , ; nonrandomized , controlled ; and case , demonstrate similar efficacy and tolerability the use of @DRUG$ or levoleucovorin a modulator of @DRUG$ .	Studies have shown that both racemic @DRUG$ and levoleucovorin are effective and tolerable modulators of @DRUG$.	0
1	AREAS COVERED: This article reviews studies that compare @DRUG$ with various other statins: i) Randomized Head-to-Head Comparison of Pitavastatin, @DRUG$, and Rosuvastatin for Safety and Efficacy (Quantity and Quality of LDL): the PATROL Trial; ii) various Phase III clinical trials in Western countries; iii) The Comparison of Preventive Effect on Cardiovascular Events With Different Statins (CIRCLE) study; and iv) The Livalo Effectiveness and Safety (LIVES) Study Extension.	AREAS COVERED : This article reviews studies that compare @DRUG$ with versatile other statins : i ) randomize Head-to - Head Comparison of Pitavastatin , @DRUG$ , and Rosuvastatin for Safety and efficacy ( Quantity and Quality of LDL ) : the PATROL Trial ; ii ) versatile Phase III clinical trials in Western countries ; iii ) The Comparison of hindrance Effect on cardiovascular upshot With Different Statins ( CIRCLE ) study ; and iv ) The Livalo Effectiveness and Safety ( sprightliness ) written report Extension .	AREAS Effect : This : reviews studies that compare @DRUG$ with various other Preventive : i ) Randomized Head-to - Head Comparison of Pitavastatin , @DRUG$ , Rosuvastatin and for Safety and Efficacy ( Quantity and Quality of LDL ) and the PATROL Trial ; ii ) various Phase III clinical trials Different Western countries Safety CIRCLE ) The Comparison of statins COVERED on Cardiovascular Events With in Statins ( iii ) study ; and iv ) The Livalo Effectiveness article ; ( LIVES ) Study Extension .	AREAS COVERED : This article reviews studies that compare @DRUG$ with various other statins : ) Randomized Head-to - Head Comparison of Pitavastatin , @DRUG$ , and Rosuvastatin for and Efficacy ( Quantity and Quality of LDL ) : the PATROL Trial ; ii ) Phase III clinical trials in Western countries ; iii ) The Comparison of Preventive Effect on Cardiovascular Events With Different Statins ( CIRCLE ) study ; and iv ) The Livalo Effectiveness and ( ) Study Extension .	@DRUG$ is a statin that has been shown to be safe and effective in comparison to other statins, including @DRUG$.	0
0	The addition of the outer membrane permeabilizer polymyxin B nonapeptide increased the antibacterial activities of @DRUG$ alone, @DRUG$ alone, and ceftazidime-avibactam against the characterized clinical isolates of Escherichia coli, Enterobacter aerogenes, and Klebsiella pneumoniae.	The gain of the outer membrane permeabilizer polymyxin B nonapeptide increased the antibacterial drug activities of @DRUG$ entirely , @DRUG$ entirely , and ceftazidime -avibactam against the characterized clinical set apart of Escherichia coli , Enterobacter aerogenes , and Klebsiella pneumoniae .	The addition of alone outer membrane activities polymyxin alone nonapeptide increased the antibacterial B of @DRUG$ the , @DRUG$ permeabilizer , and ceftazidime -avibactam against the characterized clinical isolates of Escherichia coli , Enterobacter aerogenes , and Klebsiella pneumoniae .	The addition of the outer membrane permeabilizer polymyxin B nonapeptide increased the antibacterial activities of @DRUG$ alone , @DRUG$ alone , and ceftazidime -avibactam against the characterized clinical isolates of Escherichia coli , Enterobacter aerogenes , and Klebsiella pneumoniae .	The addition of the outer membrane permeabilizer polymyxin B nonapeptide increased the antibacterial activities of @DRUG$ alone and @DRUG$ alone against the characterized clinical isolates of Escherichia coli, Enterobacter aerogenes, and Klebsiella pneumoniae	0
0	Owing to the different methods of action of available antidepressant agents and the depression symptoms thought to be associated with @DRUG$, @DRUG$, and norepinephrine, current treatments can be targeted toward patients' specific symptoms.	Owing to the different methods of accomplish of available antidepressant agents and the depression symptoms thought to be associated with @DRUG$ , @DRUG$ , and norepinephrine , stream treatments can be targeted toward affected role ' specific symptoms .	Owing to toward different methods of action of available antidepressant depression and the agents symptoms thought to be associated with @DRUG$ , @DRUG$ , be norepinephrine , current treatments can and targeted the patients ' specific symptoms .	Owing to the methods of action of available antidepressant agents and the depression symptoms thought to be associated with @DRUG$ , @DRUG$ , and norepinephrine current treatments can be targeted toward patients ' specific symptoms .	Because different antidepressant drugs work in different ways, and because norepinephrine is thought to be involved in depression, doctors can target treatments specifically at the symptoms a patient is experiencing.	1
0	@DRUG$ is extensively metabolized in the liver, has a total serum clearance of 0.1 @DRUG$/h/kg, a serum elimination half-life of about 1.1 h, and an apparent volume of distribution of 0.15 l/kg.	@DRUG$ is extensively metabolized in the liver , has a total serum clearance of 0.1 @DRUG$ / h / kg , a serum reasoning by elimination one half - life of about 1.1 h , and an apparent loudness of statistical distribution of 0.15 l/kg .	@DRUG$ is extensively metabolized 0.1 the liver , has , total serum clearance of in @DRUG$ / h / kg a a serum elimination half - life distribution , 1.1 h about and an apparent volume of of of 0.15 l/kg .	@DRUG$ is extensively metabolized in the liver , has a total serum clearance of 0.1 @DRUG$ h / , a serum elimination half - life of about 1.1 h , and an apparent volume of distribution of 0.15 l/kg .	@DRUG$ is extensively metabolized in the liver, has a total serum clearance of 0.1 @DRUG$ / h / kg, a serum elimination half-life of about 1.1 h, and an apparent volume of distribution of 0.15 l/kg.	0
0	Effect of oral administration of @DRUG$ (TAK-147) for 21 days on @DRUG$ and monoamines levels in the ventral hippocampus of freely moving rats.	Effect of viva administration of @DRUG$ ( TAK - 147 ) for 21 days on @DRUG$ and monoamines dismantle in the ventral hippocampus of freely moving rats .	Effect and 21 administration of @DRUG$ ( TAK - 147 ) for oral days on @DRUG$ of monoamines levels in the ventral hippocampus of freely moving rats .	Effect oral administration of @DRUG$ ( - ) for 21 days on @DRUG$ and monoamines levels in the ventral hippocampus of moving rats .	The effect of oral administration of @DRUG$ on the levels of @DRUG$ and monoamines in the ventral hippocampus of freely moving rats.	0
0	These findings preclude the sequential use of @DRUG$ and @DRUG$ (or vice versa) for HIV-2 treatment and provide important information for clinical monitoring of integrase inhibitor resistance in HIV-2-infected individuals.	These feel preclude the sequent use of @DRUG$ and @DRUG$ ( or vice versa ) for HIV - 2 treatment and provide important information for clinical monitoring of integrase inhibitor resistance in HIV - 2 - taint individuals .	These important preclude the sequential use of @DRUG$ and @DRUG$ ( or vice versa ) provide HIV - 2 treatment and for findings information of clinical monitoring for integrase inhibitor resistance in HIV - 2 - infected individuals .	These findings preclude the sequential use of @DRUG$ and @DRUG$ ( or vice versa ) for HIV - 2 treatment and provide important information for clinical monitoring of integrase inhibitor resistance in - 2 - infected individuals .	Using these drugs in sequence ( A then B ) is not recommended, as it may lead to drug resistance in HIV-2 patients.	1
0	The most important function is @DRUG$ transport in @DRUG$.	The most crucial function is @DRUG$ transport in @DRUG$ .	The most important in is @DRUG$ transport function @DRUG$ .	The most important function is @DRUG$ transport in @DRUG$ .	@DRUG$ is responsible for transporting @DRUG$ in the body.	0
0	In comparative trials in the management of hypertension, @DRUG$ 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, enalapril 10 or 20 mg/@DRUG$, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, nitrendipine 20 mg/d, perindopril 4 mg/d, and verapamil ER 120 to 240 mg/d.	inwards comparative trials in the management of hypertension , @DRUG$ one to 4 mg /d was statistically indistinguishable from or ranking to captopril 100 mg /d , enalapril x or xx mg / @DRUG$ , microzide ( HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg /d , nitrendipine xx mg /d , perindopril 4 mg /d , and verapamil ER 120 to 240 mg/d .	mg comparative trials in the from of , , @DRUG$ 1 to 4 mg /d was statistically indistinguishable management or superior to captopril 100 mg /d , enalapril 10 or or mg / @DRUG$ , hydrochlorothiazide 4 HCTZ ) 25 mg /d , nifedipine ER 30 20 40 mg /d , mg 20 In /d hypertension perindopril ( nitrendipine /d , and verapamil ER 120 to 240 mg/d .	In comparative trials in management of hypertension , @DRUG$ 1 to 4 mg /d was statistically indistinguishable from or captopril 100 mg /d , enalapril 10 or 20 mg / @DRUG$ , ( HCTZ ) mg /d , ER 30 or mg /d , nitrendipine 20 mg /d , 4 mg /d , and verapamil ER 120 to 240 mg/d .	@DRUG$ is statistically indistinguishable from or superior to captopril, enalapril, hydrochlorothiazide, nifedipine, nitrendipine, perindopril, and verapamil in the management of hypertension.	1
0	The drug is well tolerated and cross-hypersensitivity and cross-toxicity between @DRUG$, @DRUG$ and vidarabine are rare.	The drug is well support and cross-hypersensitivity and cross-toxicity between @DRUG$ , @DRUG$ and vidarabine are rare .	The drug is well tolerated , cross-hypersensitivity and cross-toxicity between @DRUG$ and @DRUG$ and vidarabine are rare .	The drug is well tolerated and cross-hypersensitivity and cross-toxicity between @DRUG$ , @DRUG$ and vidarabine are rare .	The drug is well tolerated and cross-hypersensitivity and cross-toxicity between @DRUG$ and @DRUG$ are rare .	0
0	The sedation protocols compared were butorphanol tartrate (50-60 @DRUG$) and @DRUG$ hydrochloride (20-30 mg; BD) versus butorphanol tartrate (80-120 mg) and azaperone (80-120 mg; BA).	The sedation protocols equate were butorphanol tartrate ( 50 - 60 @DRUG$ ) and @DRUG$ hydrochloride ( 20 -  mg ; BD ) versus butorphanol tartrate (  - cxx mg ) and azaperone (  - cxx mg ; BA ) .	The sedation protocols tartrate were ( tartrate butorphanol 50 - 60 @DRUG$ ) 120 @DRUG$ hydrochloride ( 20 - 30 mg ; versus ) BD butorphanol compared ( 80 - 120 mg ) and azaperone ( 80 - and mg ; BA ) .	The sedation protocols compared were tartrate ( 50 - 60 @DRUG$ ) and @DRUG$ hydrochloride ( 20 - 30 mg ) versus butorphanol tartrate 80 - 120 mg ) and azaperone ( 80 120 mg ; BA ) .	Butorphanol tartrate ( 50 - 60 @DRUG$ ) and @DRUG$ hydrochloride ( 20 - 30 mg ; BD ) versus butorphanol tartrate ( 80 - 120 mg ) and azaperone ( 80 - 120 mg ; BA ) .	0
0	At 96 weeks, DRV/@DRUG$ underperformed raltegravir (RR 0.94, 95% CI 0.88-0.99) but was similar to @DRUG$-boosted atazanavir (RR 1.02, 95% CI 0.96-1.09).	At xcvi weeks , DRV / @DRUG$ underperformed raltegravir ( RR 0.94 , xcv % ci 0.88-0.99 ) but was similar to @DRUG$ - boosted atazanavir ( RR 1.02 , xcv % ci 0.96-1.09 ) .	At 96 weeks , DRV / @DRUG$ underperformed raltegravir ( RR 0.94 , 95 % but 0.88-0.99 ) CI 1.02 similar to @DRUG$ - boosted atazanavir ( RR was , 95 % ) 0.96-1.09 CI .	At 96 weeks DRV / @DRUG$ underperformed raltegravir ( 0.94 , 95 % CI 0.88-0.99 ) but was similar to @DRUG$ - boosted atazanavir ( RR 1.02 , 95 % 0.96-1.09 .	At 96 weeks, DRV/@DRUG$ underperformed raltegravir (relative risk 0.94, 95% confidence interval 0.88-0.99) but was similar to @DRUG$-boosted atazanavir (relative risk 1.02,	0
1	Etizolam inhibited in a concentration-dependent manner [3H]@DRUG$ (CAS 1622-62-4) binding to rat cortical membranes, with an affinity of 4.5 nmol/l greater than that of @DRUG$ (CAS 28981-97-7) (7.9 nmol/l).	Etizolam inhibited in a denseness - dependent manner [ 3H ] @DRUG$ ( calif 1622-62-4 ) binding to rat cortical membranes , with an affinity of 4.5 nmol / lambert greater than that of @DRUG$ ( calif 28981-97 -  ) ( 7.9 nmol / lambert ) .	Etizolam inhibited than a concentration - dependent manner [ 3H l @DRUG$ ( CAS 1622-62-4 4.5 binding to rat cortical membranes , with ) affinity of an nmol / ] greater in that of @DRUG$ ( CAS 28981-97 - 7 ) ( 7.9 nmol / l ) .	Etizolam inhibited in a concentration - dependent manner [ ] @DRUG$ ( CAS 1622-62-4 ) binding to rat cortical membranes , an affinity of 4.5 nmol / l greater than that of @DRUG$ ( CAS 7 ) ( 7.9 nmol / l ) .	Etizolam inhibited in a concentration - dependent manner [ 3H ] @DRUG$ ( CAS 1622-62-4 ) binding to rat cortical membranes , with an affinity of 4.5 nmol / l greater than that of @DRUG$ ( CAS 28981-97 -	0
0	We performed a dose-increase MCP toxicity study in children receiving highly emetic chemotherapy such @DRUG$ cisplatin (120 mg/m2) or @DRUG$ (greater than 900 mg/m2), beginning with a dose of 0.2 mg/kg and increasing the dose in nine steps to 3 mg/kg.	We performed a dose-increase MCP perniciousness study in nipper meet extremely emetic chemotherapy such @DRUG$ cisplatin ( 120 mg / m2 ) or @DRUG$ ( capital than 900 mg / m2 ) , beginning with a dose of 0.2 mg / kg and increasing the dose in nine steps to 3 mg / kg .	We performed dose 120 MCP toxicity study in children receiving highly emetic chemotherapy such @DRUG$ cisplatin of dose-increase greater / m2 ) or @DRUG$ ( mg than 900 mg steps m2 ) , beginning with a a ( 0.2 mg / kg and increasing the dose in nine / to 3 mg / kg .	We performed MCP toxicity study in children receiving highly emetic chemotherapy such @DRUG$ cisplatin ( 120 mg / m2 ) or @DRUG$ greater than 900 mg / m2 ) , beginning with a dose of 0.2 mg kg and increasing the dose in nine steps to 3 mg kg .	The higher the dose of @DRUG$, the more toxic it becomes. The same is true for @DRUG$.	0
0	These include dienogest (DNG), drospirenone (DRSP), @DRUG$ (NES), nomegestrol @DRUG$ (NOMAc) and trimegestone (TMG).	These admit dienogest ( DNG ) , drospirenone ( DRSP ) , @DRUG$ ( northeastward ) , nomegestrol @DRUG$ ( NOMAc ) and trimegestone ( TMG ) .	These include dienogest ( DNG ) , drospirenone ( DRSP ) , @DRUG$ NES ( ) , nomegestrol @DRUG$ ( NOMAc and ) trimegestone ( TMG ) .	dienogest ( DNG ) , drospirenone ( ) , @DRUG$ ( NES ) nomegestrol @DRUG$ ( ) and trimegestone ( TMG .	DNG, DRSP, NES, NOMAc, and TMG are all types of drugs that are related to each other.	1
0	Neither calcitonin gene-related peptide (CGRP) nor substance @DRUG$ (SP) concentrations in dorsal or ventral spinal cord were altered by civamide (200 @DRUG$/kg) up to 5 days, whereas CGRP, but not SP, in dorsal root ganglia (DRG) and sciatic nerves was modestly reduced at 1 day after the delivery.	Neither calcitonin gene-related peptide ( CGRP ) nor substance @DRUG$ ( SP ) concentrations in dorsal or ventral spinal anaesthesia electric cord were altered by civamide ( 200 @DRUG$ / kg ) up to little phoebe days , whereas CGRP , but not SP , in dorsal radical ganglion ( DRG ) and sciatic nerves was modestly reduced at ace day after the delivery .	Neither calcitonin gene-related peptide ( CGRP ) nor substance @DRUG$ ( SP ) concentrations in reduced CGRP ventral spinal up were altered by civamide ( 200 @DRUG$ / kg ) cord to dorsal but , whereas or days , not SP , in dorsal root ganglia ( DRG ) and sciatic nerves was modestly 5 at 1 day after the delivery .	Neither calcitonin gene-related peptide ( CGRP ) nor substance @DRUG$ ( SP ) concentrations in dorsal or spinal altered by civamide ( 200 @DRUG$ / kg ) up to 5 days , whereas CGRP , but not SP , in dorsal root ganglia ( DRG ) and nerves was modestly reduced at 1 day after the delivery .	Neither calcitonin gene-related peptide ( CGRP ) nor substance @DRUG$ ( SP ) concentrations in dorsal or ventral spinal cord were altered by civamide ( 200 @DRUG$ / kg ) up to 5 days , whereas CGRP , but not SP , in dorsal root	0
0	ART regimens containing ritonavir-boosted atazanavir improved virological and immunological markers in adult patients with HIV-1 infection, and had similar efficacy to regimens containing @DRUG$/@DRUG$ in treatment-naive and treatment-experienced patients.	ART regimen containing ritonavir-boosted atazanavir improved virological and immunological markers in adult patients with HIV - 1 infection , and had similar efficaciousness to regimen containing @DRUG$ / @DRUG$ in handling -naive and handling - experienced patients .	ART - containing ritonavir-boosted atazanavir and virological and immunological markers in adult patients with HIV - 1 infection , improved similar had efficacy to regimens containing @DRUG$ / @DRUG$ in treatment -naive and treatment regimens experienced patients .	regimens containing ritonavir-boosted atazanavir improved virological and immunological markers in adult patients with - 1 infection , and had efficacy to regimens containing @DRUG$ / @DRUG$ in treatment -naive and treatment - patients .	ART regimens containing ritonavir-boosted atazanavir improved virological and immunological markers in adult patients with HIV - 1 infection , and had similar efficacy to regimens containing @DRUG$ / @DRUG$ in treatment -naive and treatment - experienced patients .	0
0	The incidence of combined end point (13.1% for triflusal, 12.4% for aspirin) @DRUG$ well the survival analysis (hazard ratio [HR] for @DRUG$ versus aspirin, 1.09; 95% CI, 0.85 to 1.38) showed no differences between groups.	The incidence of combined end show ( 13.1 % for triflusal , 12.4 % for aspirin ) @DRUG$ well the survival analysis ( hazard ratio [ hour ] for @DRUG$ versus aspirin , 1.09 ; 95 %  , 0.85 to 1.38 ) showed no conflict between groups .	The incidence of combined end point ( differences % for triflusal , 12.4 % 95 aspirin ) @DRUG$ well the survival analysis ( hazard ratio [ HR ] for @DRUG$ versus aspirin , 1.09 13.1 for % CI , 0.85 to groups ) showed no ; between 1.38 .	The incidence of combined end point ( 13.1 % for triflusal 12.4 % for aspirin ) @DRUG$ well the survival analysis ( hazard [ ] for @DRUG$ versus aspirin 1.09 ; 95 % CI , 0.85 to 1.38 ) showed no differences between .	There was no difference between the groups in terms of the combined end point ( 13.1 % for triflusal , 12.4 % for aspirin ) or in terms of survival analysis ( hazard ratio [ HR ] for @DRUG$ versus aspirin , 1.09 ; 95 % CI , 0	1
0	Desmopressin (dDAVP), a synthetic analog of the neurohypophyseal nonapeptide @DRUG$ @DRUG$, has enhanced antidiuretic potency, markedly diminished pressor activity, and a prolonged half-life and duration of action compared to the natural hormone.	Desmopressin ( dDAVP ) , a synthetic analog of the neurohypophyseal nonapeptide @DRUG$ @DRUG$ , has enhanced antidiuretic drug potency , markedly belittle pressor activity , and a prolonged half - life and length of action compared to the natural internal secretion .	Desmopressin ( dDAVP action , a , analog of the neurohypophyseal nonapeptide @DRUG$ @DRUG$ life has potency antidiuretic enhanced , markedly diminished pressor activity , and a prolonged half - synthetic and duration of ) compared to the natural hormone .	Desmopressin ( dDAVP ) , a analog of the neurohypophyseal nonapeptide @DRUG$ @DRUG$ , has enhanced antidiuretic potency , markedly diminished pressor activity , and a prolonged half - life and duration of action compared to the natural hormone .	Desmopressin ( dDAVP ) is a synthetic analog of the neurohypophyseal nonapeptide @DRUG$ . It has enhanced antidiuretic potency , markedly diminished pressor activity , and a prolonged half - life and duration of action compared to the natural hormone .	1
1	We previously examined potential cytochrome P450 interactions with zuclopenthixol and here describe dangerous side effects in a patient receiving @DRUG$ acuphase and the selective @DRUG$ reuptake inhibitor fluoxetine at high dose.	We previously examined potential cytochrome P450 interactions with zuclopenthixol and here describe dangerous side effects in a patient receiving @DRUG$ acuphase and the selective @DRUG$ re uptake inhibitor fluoxetine at high school elvis .	We previously effects potential P450 cytochrome interactions with zuclopenthixol and here describe dangerous at examined in a patient receiving @DRUG$ acuphase and the selective @DRUG$ reuptake inhibitor fluoxetine side high dose .	previously examined potential cytochrome P450 interactions with zuclopenthixol and here describe dangerous side effects a receiving @DRUG$ acuphase the @DRUG$ reuptake inhibitor fluoxetine at high dose .	Zuclopenthixol, a drug used to treat schizophrenia, can have dangerous side effects when taken in combination with fluoxetine, a drug used to treat depression.	1
1	A series of @DRUG$ derivatives including phentermine, @DRUG$, fenfluramine, and PHEN/FEN (1:1 ratio), were infused locally into the accumbens via reverse-dialysis (1, 10, 100 microM) or injected systemically (1 mg/kg, ip).	vitamin a series of @DRUG$ derivatives let in phentermine , @DRUG$ , fenfluramine , and PHEN / FEN ( 1:1 ratio ) , were infused topically into the accumbens via reverse-dialysis ( 1 , 10 , c microM ) or injected systemically ( 1 mg / kg , ip ) .	A series of @DRUG$ derivatives including phentermine , @DRUG$ , fenfluramine / and PHEN , FEN / 1:1 ratio ) , were infused locally into the accumbens via kg ( 1 , 10 ( 100 microM ) or injected systemically ( 1 mg , reverse-dialysis , ip ) .	A series of @DRUG$ derivatives including phentermine @DRUG$ , fenfluramine , and PHEN / FEN ( 1:1 ratio ) , were infused into the accumbens via reverse-dialysis ( 1 10 , 100 microM or injected systemically ( 1 mg / kg , .	@DRUG$ derivatives including phentermine, @DRUG$, fenfluramine, and PHEN/FEN (1:1 ratio), were infused locally into the accumbens via reverse-dialysis (1, 10, 100 microM) or injected systemically (1 mg	0
0	Neither firocoxib nor @DRUG$ administration altered pyloric or duodenal @DRUG$ synthesis on either day, compared with placebo administration.	Neither firocoxib nor @DRUG$ presidential term altered pyloric or duodenal @DRUG$ synthesis on either daytime , compared with placebo presidential term .	Neither firocoxib nor @DRUG$ placebo altered or pyloric duodenal @DRUG$ synthesis on either day , compared with administration administration .	Neither firocoxib nor @DRUG$ administration altered pyloric or duodenal @DRUG$ synthesis on either day , compared with administration .	Neither firocoxib nor @DRUG$ administration altered pyloric or duodenal @DRUG$ synthesis on either day .	0
0	The ATP-sensitive K+ channel (@DRUG$ @DRUG$ channel) senses metabolic changes in the pancreatic beta-cell, thereby coupling metabolism to electrical activity and ultimately to insulin secretion.	The ATP -sensitive K+ channel ( @DRUG$ @DRUG$ channel ) sentience metabolic changes in the pancreatic beta-cell , thereby coupling metamorphosis to electric activity and ultimately to insulin secretion .	metabolic ATP -sensitive K+ channel ( @DRUG$ @DRUG$ channel to senses The changes in the pancreatic beta-cell metabolism thereby coupling , ) electrical activity and ultimately to insulin secretion .	The ATP -sensitive K+ channel ( @DRUG$ @DRUG$ channel ) senses metabolic changes in the pancreatic beta-cell , thereby metabolism to electrical activity and ultimately to insulin .	The @DRUG$ @DRUG$ channel senses metabolic changes in the pancreatic beta-cell, thereby coupling metabolism to electrical activity and ultimately to insulin secretion.	0
0	Oxidation of D to DH-D: With NAD as the only used cosubstrate, the kinetic analysis is compatible with the existence of two different NAD-dependent isoenzymes: Km for D = 327 nmol/L, Vmax = 53.5 nmol/@DRUG$/min and Km for @DRUG$ = 81.2 nmol/L; Vmax = 20.4 nmol/mg/min.	Oxidation of D to DH-D : With NAD as the only used cosubstrate , the energising psychoanalysis is compatible with the universe of two different NAD - subject isoenzymes : Km for D = 327 nmol / cubic decimeter , Vmax = 53.5 nmol / @DRUG$ / fukien and Km for @DRUG$ = 81.2 nmol / cubic decimeter ; Vmax = 20.4 nmol / mg/ min.	Oxidation of D to DH-D : With NAD as the only used cosubstrate 53.5 the with analysis is compatible kinetic the existence of two different 20.4 - dependent isoenzymes : Km nmol D = 327 nmol / L Km Vmax = , nmol / @DRUG$ / min and , for @DRUG$ = 81.2 for / L ; Vmax = NAD nmol / mg/ min.	Oxidation of D to DH-D : With NAD as the used cosubstrate , the kinetic analysis is compatible with the existence of two different NAD dependent isoenzymes : Km for D = 327 nmol / L , Vmax = 53.5 nmol / @DRUG$ / min Km for @DRUG$ = 81.2 nmol / L ; Vmax = 20.4 nmol / min.	Oxidation of D to DH-D : With NAD as the only used cosubstrate , the kinetic analysis is compatible with the existence of two different NAD - dependent isoenzymes : Km for D = 327 nmol / L , Vmax = 53.5 nmol / DRUG	1
0	DATA SOURCES: Data relating to @DRUG$ 50 @DRUG$/d were identified through searches of MEDLINE and publication databases of Pfizer for articles in English published before January 2009.	DATA germ : datum relating to @DRUG$ 50 @DRUG$ / d were identified through searches of medline and publication databases of Pfizer for articles in English published before January 2009 .	2009 SOURCES : of relating to @DRUG$ 50 @DRUG$ / d were identified through searches of MEDLINE and publication January Data Pfizer for articles in English published before databases DATA .	DATA : Data relating to @DRUG$ 50 @DRUG$ / d were identified through searches of MEDLINE and publication databases of Pfizer for articles in English published before 2009 .	The relationship between @DRUG$ and @DRUG$ was determined by searching MEDLINE and other publication databases for articles in English published before January 2009.	0
0	It is proposed that this effect may be explained by the corticosteroid-sparing action of lysine released from the lysine acetylsalicylate molecule because similar beneficial effects were also obtained after the concomitant use of epsilon-aminocaproic acid (whose chemical structure is almost the @DRUG$ as that of lysine) and @DRUG$.	It is proposed that this effect english hawthorn be explicate by the corticosteroid -sparing action of lysine liberate from the lysine acetylsalicylate molecule because alike beneficial effects were also obtained after the concomitant use of epsilon-aminocaproic acid ( whose chemical structure is virtually the @DRUG$ as that of lysine ) and @DRUG$ .	It is proposed that this lysine may be explained by -sparing corticosteroid the of action lysine released from the effect acetylsalicylate molecule because similar beneficial effects were also obtained almost the concomitant after of epsilon-aminocaproic acid ( whose chemical structure is use the @DRUG$ as that of lysine ) and @DRUG$ .	It is proposed that this effect may be explained by the corticosteroid -sparing action of released from lysine acetylsalicylate molecule because similar beneficial effects were also obtained after concomitant use of ( whose chemical structure is almost the @DRUG$ as that of lysine ) and @DRUG$ .	The corticosteroid-sparing action of lysine released from the lysine acetylsalicylate molecule may explain the beneficial effects obtained after the concomitant use of epsilon-aminocaproic acid and @DRUG$.	1
0	RESULTS--Between 2 and 12 hours after administration, plasma contained < 10 ng of MPA or @DRUG$/ml (parent drug or metabolite equivalent), @DRUG$ intermittently detected by ELISA.	RESULTS -- Between 2 and dozen time of day after administration , plasma contained < 10 ng of MPA or @DRUG$ / ml ( rear drug or metabolite equivalent ) , @DRUG$ intermittently detected by ELISA .	RESULTS -- Between 2 and 12 hours , administration , plasma contained < parent ng by MPA or @DRUG$ / ml ( 10 drug or metabolite equivalent ) after @DRUG$ intermittently detected of ELISA .	RESULTS -- 2 and 12 after administration , plasma contained < ng of MPA or @DRUG$ / ml ( parent drug or metabolite equivalent ) , @DRUG$ intermittently detected by ELISA .	Between 2 and 12 hours after administration, plasma contained < 10 ng of MPA or @DRUG$/ml (parent drug or metabolite equivalent), @DRUG$ intermittently detected by ELISA.	0
0	Serum @DRUG$ (p < 0.001), transferrin saturation (@DRUG$ < 0.001) and ferritin increased in both populations.	Serum @DRUG$ ( atomic number  < 0.001 ) , siderophilin saturation ( @DRUG$ < 0.001 ) and ferritin increased in both populations .	Serum @DRUG$ ( p < 0.001 ) , 0.001 saturation ( @DRUG$ < transferrin both and ferritin increased in ) populations .	Serum @DRUG$ ( p ) , saturation ( @DRUG$ < 0.001 and ferritin increased in both populations .	Serum @DRUG$ ( p < 0.001 ) , transferrin saturation ( @DRUG$ < 0.001 ) and ferritin increased in both populations ."DRUGA and DRUGB are positively correlated.	0
0	Second, in patients with combined hypertension and angina pectoris, fixed doses of labetalol (200 mg twice daily) gave the same blood pressure values, effort tolerance, and nitrate usage @DRUG$ did atenolol 100 @DRUG$ once daily in a double-blind, double-dummy, crossover study.	endorsement , in patients with combined hypertension and angina pectoris , fixed doses of labetalol ( 200 mg image day to day ) gave the same pedigree pressure values , effort tolerance , and nitrate usage @DRUG$ did atenolol 100 @DRUG$ once day to day in a image - blind , image - dummy , crossover study .	Second , in in with combined hypertension and angina pectoris , fixed doses of labetalol ( 200 mg dummy daily ) gave the same blood pressure values , , tolerance - and nitrate usage @DRUG$ did atenolol 100 @DRUG$ once - patients a double daily blind effort double , twice , crossover study .	, in patients with hypertension and angina pectoris fixed doses of labetalol ( 200 mg twice daily ) gave the same blood pressure values , effort , and nitrate usage @DRUG$ did atenolol 100 @DRUG$ once daily in a - blind , double - dummy crossover study .	Second, in patients with combined hypertension and angina pectoris, fixed doses of labetalol (200 mg twice daily) gave the same blood pressure values, effort tolerance, and nitrate usage @DRUG$ did atenolol 100 @DRUG$ once daily in a double-blind	0
0	Similar histological findings, in an identical neuroanatomical distribution, were observed in rats treated with PEN orally; however, the magnitude of the neuronal toxicity was much less than in animals treated with equivalent doses of PEN administered i.p. Although acute lethality occurred in some rats treated with equimolar doses of DMPEN @DRUG$ a single i.@DRUG$. treatment, surviving animals exhibited neither signs nor histopathological evidence of neurocerebellar toxicity.	Similar histological findings , in an identical neuroanatomic distribution , were observed in informer treated with PEN orally ; still , the magnitude of the neuronic toxicity was much less than in brute treated with equivalent doses of PEN administered i.p . Although acute lethality hap in some informer treated with equimolar doses of DMPEN @DRUG$ a single i.@DRUG$ . discourse , surviving brute exhibited neither signs nor histopathological evidence of neurocerebellar toxicity .	Similar histological lethality , in an identical neuroanatomical distribution @DRUG$ doses observed in rats treated with PEN orally ; however , the magnitude of the neuronal toxicity was much than less in animals treated with equivalent were exhibited PEN administered i.p . Although acute findings occurred in some rats treated with evidence doses of DMPEN , a single i.@DRUG$ . treatment , surviving animals equimolar neither signs nor histopathological of of neurocerebellar toxicity .	Similar histological findings , in identical neuroanatomical distribution were observed in rats treated with PEN orally ; however , magnitude of the neuronal toxicity was much less than in animals treated equivalent PEN administered i.p . Although acute lethality occurred in some rats treated with equimolar of DMPEN @DRUG$ a single i.@DRUG$ . treatment , surviving animals exhibited neither signs nor histopathological neurocerebellar toxicity .	Rats treated with PEN orally showed similar histological findings to those treated with PEN administered intraperitoneally, but the magnitude of the neuronal toxicity was much less. Although acute lethality occurred in some rats treated with equimolar doses of DMPEN and @DRUG$, a single	1
1	BACKGROUND: @DRUG$ (ATX), a drug for treatment of depression and ADHD, has a high affinity for the norepinephrine transporter (NET); however, our previous study showed it had a blocking effect similar to @DRUG$ on binding of [(11)C]DASB, a selective serotonin transporter (SERT) ligand.	desktop : @DRUG$ ( ATX ) , a drug for treatment of depression and ADHD , has a high affinity for the norepinephrine conveyer belt ( NET ) ; however , our previous read showed it had a blocking effect similar to @DRUG$ on stick to of [ (  ) C ] DASB , a selective  hydroxytryptamine conveyer belt ( SERT ) ligand .	BACKGROUND : @DRUG$ ( ATX ) , a drug and treatment of depression for ADHD , has a high affinity for the , transporter ( NET ) ; however it our previous on showed norepinephrine had a blocking effect similar to @DRUG$ study binding of [ ( 11 ) C ] DASB , a selective serotonin transporter ( SERT ligand ) .	BACKGROUND : @DRUG$ ( ATX ) a for treatment of depression and ADHD , has a high affinity for the norepinephrine transporter ( NET ) ; however , our previous study showed it had a blocking effect similar to @DRUG$ on binding of [ ( 11 ) C ] , selective serotonin transporter ( SERT ) .	@DRUG$ is a drug that is used to treat depression and ADHD. It has a high affinity for the norepinephrine transporter, but our previous study showed that it had a blocking effect similar to @DRUG$ on binding of the selective serotonin transporter ligand.	0
1	@DRUG$ is a newer therapeutic agent with a structural resemblance to @DRUG$, with two molecular changes, and with a better side effect profile.	@DRUG$ is a newer therapeutic agent with a morphological resemblance to @DRUG$ , with two molecular changes , and with a better side impression profile .	@DRUG$ , a newer therapeutic agent with a structural resemblance to @DRUG$ , with better molecular changes is and with a two side effect profile .	@DRUG$ is a newer agent with a resemblance to @DRUG$ , with two molecular changes , and with a better side effect profile .	@DRUG$ is similar to @DRUG$, but has two molecular changes that make it better in terms of side effects.	0
0	Following oral administration of 250 mg of levodopa the AUC was 2512 +/- 588 @DRUG$ ml-1h in the elderly compared with 1056 +/- 282 ng ml-1h in the young (@DRUG$ less than 0.002).	Following oral exam disposal of 250 mg of levodopa the AUC was 2512 +/- 588 @DRUG$ ml -1h in the elderly liken with 1056 +/- 282 ng ml - 1h in the young ( @DRUG$ less than 0.002 ) .	Following oral the was 250 mg of levodopa administration AUC of 2512 +/- 588 @DRUG$ ml -1h in the elderly compared with 1056 +/- 282 ng ml 0.002 1h in the young ( @DRUG$ less than - ) .	Following oral administration of 250 mg of levodopa the AUC 2512 588 @DRUG$ ml -1h in the elderly compared 1056 +/- ng ml - 1h in the young ( @DRUG$ less than 0.002 ) .	The elderly had a much higher concentration of @DRUG$ in their blood after taking the same dose of levodopa as the young.	1
0	@DRUG$ increased the extracellular levels of @DRUG$ and noradrenaline in the hippocampus of Wistar rat.	@DRUG$ increased the extracellular levels of @DRUG$ and noradrenaline in the hippocampus of Wistar grass .	@DRUG$ increased the extracellular levels of @DRUG$ and hippocampus in the noradrenaline of Wistar rat .	@DRUG$ increased the extracellular levels of @DRUG$ and noradrenaline in the hippocampus of Wistar rat .	@DRUG$ increased the amount of @DRUG$ and noradrenaline in the hippocampus of Wistar rats.	0
0	Asymptomatic liver enzyme elevations occur with @DRUG$ at a similarly low incidence @DRUG$ with other statins.	Asymptomatic liver enzyme elevations occur with @DRUG$ at a similarly low relative incidence @DRUG$ with other statins .	Asymptomatic liver enzyme elevations occur with @DRUG$ at a similarly low with @DRUG$ incidence other statins .	Asymptomatic liver enzyme elevations occur @DRUG$ at similarly low incidence @DRUG$ with statins .	The incidence of asymptomatic liver enzyme elevations is similar between @DRUG$ and other statins.	1
0	@DRUG$ is the phosphate ester prodrug of the HIV-1 PI @DRUG$, and is rapidly and extensively converted to amprenavir after oral administration.	@DRUG$ is the phosphate ester prodrug of the HIV -1 PI @DRUG$ , and is speedily and extensively exchange to amprenavir after oral administration .	@DRUG$ is the phosphate amprenavir prodrug rapidly the HIV -1 PI @DRUG$ , and is of and extensively converted to ester after oral administration .	@DRUG$ is the phosphate ester prodrug of the HIV -1 PI @DRUG$ and is rapidly and extensively converted to amprenavir after oral administration .	@DRUG$ is a prodrug of @DRUG$ . This means that DRUGA is converted into DRUGB after it is taken orally. DRUGA is used to treat HIV -1 infections, and DRUGB is the active ingredient in this medication.	0
1	@DRUG$ inhibited [3H]-(+)-PN200-110 ([3H]-(+)-isradipine) specific binding to tissue homogenates incompletely (@DRUG$ 0.38 microM; maximal inhibition 80%).	@DRUG$ inhibited [ 3H ] -(+) - PN200-110 ( [ 3H ] -(+ ) - isradipine ) particular binding to weave homogenates incompletely ( @DRUG$ 0.38 microM ; maximum inhibition 80 % ) .	@DRUG$ inhibited % 3H 80 -(+) - PN200-110 ( 0.38 3H ] -(+ ) - isradipine ) specific binding to tissue homogenates incompletely ( @DRUG$ [ microM ; maximal inhibition ] [ ) .	@DRUG$ inhibited [ -(+) PN200-110 ( 3H ] -(+ ) - isradipine specific binding to tissue homogenates incompletely ( @DRUG$ 0.38 microM ; maximal inhibition 80 % ) .	@DRUG$ inhibited [ 3H ] -(+) - PN200-110 ( [ 3H ] -(+ ) - isradipine ) specific binding to tissue homogenates incompletely ( @DRUG$ 0.38 microM ; maximal inhibition 80 % ) ."DR	0
1	@DRUG$ showed safety and tolerability comparable to those of placebo and @DRUG$; the incidence of adverse events and number of patients discontinuing therapy were similar in all groups.	@DRUG$ showed safety and tolerability comparable to those of placebo and @DRUG$ ; the relative incidence of adverse events and enumerate of patients discontinuing therapy were alike in all groups .	@DRUG$ showed safety and tolerability comparable events those of placebo and @DRUG$ ; and incidence groups adverse to the number of patients discontinuing therapy were similar in all of .	@DRUG$ showed safety and tolerability comparable to those of placebo and @DRUG$ ; the incidence of adverse events number of discontinuing therapy were similar in all groups	@DRUG$ is just as safe and tolerable as placebo, and just as many patients discontinued therapy in all groups.	1
0	Survival was associated with male gender, working as a healthcare worker, history of hypertension, vomiting on admission, elevated respiratory rate, abnormal lung exam, elevated @DRUG$ transaminase (ALT), clearance of MERS-CoV on repeat PCR polymerase chain reaction (PCR) testing, and @DRUG$ treatment.	Survival was associated with manful gender , work as a health care worker , history of hypertension , vomiting on admission fee , elevated respiratory rate , abnormal lung exam , elevated @DRUG$ transaminase ( ALT ) , headroom of MERS - CoV on repeat PCR polymerase chain reaction ( PCR ) testing , and @DRUG$ treatment .	Survival was associated admission male gender , working as PCR healthcare worker , history of hypertension , vomiting on with , elevated respiratory rate , CoV lung repeat , on @DRUG$ transaminase ( ALT ) , clearance of MERS - abnormal elevated exam PCR polymerase chain reaction ( a ) testing , and @DRUG$ treatment .	Survival was associated with male gender , working as a healthcare worker , history of hypertension , vomiting on admission , elevated respiratory rate , abnormal lung exam , elevated @DRUG$ transaminase ( ALT ) , clearance of MERS - CoV on repeat PCR polymerase reaction ( PCR ) testing and @DRUG$ treatment .	The study found that survival was associated with certain factors, including being male, working as a healthcare worker, having a history of hypertension, vomiting on admission, an elevated respiratory rate, an abnormal lung exam, an elevated ALT, and clearance of the MERS-CoV on repeat PCR testing.	1
0	Data for 150 mg of ABT-773 were @DRUG$ follows: the maximum concentration of the drug in plasma (C(max)) was 318 @DRUG$/ml, its half-life was 5.66 h, and its area under the plasma concentration-time curve from 0 h to infinity (AUC(0- infinity )) was 1,662 ng.	datum for  mg of ABT - 773 were @DRUG$ follows : the maximum concentration of the drug in plasma ( C( max ) ) was 318 @DRUG$ / ml , its half - life was 5.66 h , and its area under the plasma concentration - metre slew from 0 h to eternity ( AUC ( 0 - eternity ) ) was 1,662 nanogram .	Data for 150 773 of mg - ) were @DRUG$ follows the the maximum concentration of the drug in plasma ( C( max ) ABT was 318 @DRUG$ ( ml , its half - life was 5.66 h , and its area under : plasma concentration - time curve from 0 h to / ( AUC infinity 0 - infinity ) ) was 1,662 ng .	Data for 150 of ABT - 773 were @DRUG$ follows : the maximum concentration of the drug in plasma ( C( ) ) was 318 @DRUG$ / ml , its half - life was h , and its area the plasma concentration - time curve from 0 h to infinity ( 0 - infinity ) ) was ng .	The maximum concentration of the drug in plasma ( C( max ) ) was 318 @DRUG$ / ml , its half - life was 5.66 h , and its area under the plasma concentration - time curve from 0 h to infinity ( AUC ( 0 - infinity ) ) was 1,662	1
0	Daptomycin was administered as a single 14C-labeled dose (1.0 @DRUG$/kg of body weight) and @DRUG$ single doses between 0.5 and 6.0 mg/kg.	Daptomycin was administer as a  14C - tagged dose ( 1.0 @DRUG$ / kg of body weight ) and @DRUG$  doses between 0.5 and 6.0 mg / kg .	Daptomycin kg administered as a single 14C - labeled dose ( 1.0 @DRUG$ kg / of body and ) weight @DRUG$ single doses between 0.5 and 6.0 mg / was .	Daptomycin was administered as a 14C - labeled dose ( 1.0 @DRUG$ / kg of body weight ) @DRUG$ single doses between 0.5 and 6.0 mg / kg .	Daptomycin was administered as a single 14C - labeled dose ( 1.0 @DRUG$ / kg of body weight ) and @DRUG$ single doses between 0.5 and 6.0 mg / kg ."The higher the dose of DRUGA, the higher the dose	0
1	However, @DRUG$ should be pharmacologically boosted with ritonavir in treatment-experienced patients or when coadministered with either tenofovir or @DRUG$.	however , @DRUG$ should be pharmacologically boosted with ritonavir in treatment - live patients or when coadministered with either tenofovir or @DRUG$ .	However experienced @DRUG$ should be pharmacologically boosted with ritonavir with treatment - , patients or when coadministered in either tenofovir or @DRUG$ .	However , @DRUG$ should pharmacologically boosted ritonavir in treatment - experienced patients or when coadministered with either tenofovir or @DRUG$ .	@DRUG$ should be pharmacologically boosted with ritonavir in treatment - experienced patients or when coadministered with either tenofovir or @DRUG$ .	0
0	MshC catalyzes the @DRUG$ (ATP)-dependent condensation of cysteine and glucosamine-@DRUG$ (GI) to produce cysteine-glucosamine-inositol (CGI).	MshC catalyzes the @DRUG$ ( atp ) - pendant condensation of cysteine and glucosamine - @DRUG$ ( GI ) to produce cysteine - glucosamine -inositol ( CGI ) .	MshC catalyzes of @DRUG$ ( ATP ) - to condensation the cysteine and glucosamine - @DRUG$ ( GI ) dependent produce cysteine - glucosamine -inositol ( CGI ) .	MshC catalyzes the @DRUG$ ( ATP ) - dependent condensation of cysteine and glucosamine - @DRUG$ ( GI ) to produce cysteine - glucosamine -inositol ( CGI ) .	MshC catalyzes the production of cysteine - glucosamine -inositol ( CGI ) from cysteine and glucosamine - @DRUG$ ( GI ) .	1
0	Many compounds, including aspirin, @DRUG$, phenylbutazone, indomethacin, mefenamic acid, @DRUG$, fenoprofin, naproxen, and ibuprofen have been linked to renal papillary necrosis in human beings.	Many compounds , including aspirin , @DRUG$ , phenylbutazone , indomethacin , mefenamic caustic , @DRUG$ , fenoprofin , naproxen , and ibuprofen have been linked to renal papillary sphacelus in man beings .	Many compounds , including aspirin necrosis @DRUG$ , phenylbutazone , indomethacin , mefenamic , , @DRUG$ acid fenoprofin , naproxen , papillary ibuprofen have been linked to renal and , in human beings .	Many compounds including aspirin , @DRUG$ , phenylbutazone , indomethacin , mefenamic acid @DRUG$ , fenoprofin , naproxen , and ibuprofen have been linked renal papillary necrosis in human beings .	Many compounds that are drugs, including aspirin, have been linked to renal papillary necrosis in human beings.	1
0	The overall incidence of hemorrhage was significantly lower in the @DRUG$ group (16.7% versus 25.2%) (odds ratio, 0.76; 95% CI, 0.67 to 0.86; @DRUG$<0.001).	The boilersuit incidence of shed blood was significantly blue in the @DRUG$ group ( 16.7 % versus 25.2 % ) ( odds ratio , 0.76 ; 95 % CI , 0.67 to 0.86 ; @DRUG$ <0.001 ) .	The overall incidence of hemorrhage was significantly ) 95 the @DRUG$ group ( 16.7 % versus 25.2 % ) ( odds ratio , in ; 0.76 % CI , 0.67 to 0.86 ; @DRUG$ <0.001 lower .	The overall incidence of hemorrhage was significantly lower in @DRUG$ group ( % versus 25.2 % ) ( odds ratio , 0.76 ; 95 % CI , 0.67 to 0.86 ; @DRUG$ <0.001 ) .	The incidence of hemorrhage was lower in the @DRUG$ group than in the @DRUG$ group.	0
0	Platelet aggregation in patients was inhibited by medium and high concentrations of alteplase when induced by 1 micromol/l ADP [1.6 +/- 0.5%, P = 0.001 and 0.9 +/- 0.2%, P = 0.002 versus 8.3 +/- 1.6% (control)] and 20 micromol/@DRUG$ ADP [46.9 +/- 3.9%, @DRUG$ = 0.001 and 46.2 +/- 4.8%, P = 0.001 versus 65.7 +/- 2.7% (control)].	Platelet collection in affected role was inhibited by medium and high assiduousness of alteplase when induct by one micromol / l ADP [ 1.6 +/- 0.5 % , p = 0.001 and 0.9 +/- 0.2 % , p = 0.002 versus 8.3 +/- 1.6 % ( assure ) ] and twenty micromol / @DRUG$ ADP [ 46.9 +/- 3.9 % , @DRUG$ = 0.001 and 46.2 +/- 4.8 % , p = 0.001 versus 65.7 +/- 2.7 % ( assure ) ] .	Platelet ) in patients 4.8 inhibited by medium 65.7 high concentrations of alteplase when induced by , micromol / l 0.001 [ 1.6 +/- 0.5 % = P = 0.001 and 0.9 +/- 0.2 % , P = 0.002 versus 8.3 +/- 46.9 % ( control aggregation ] and 20 micromol / @DRUG$ ADP [ 1.6 ( 3.9 % , @DRUG$ = 0.001 and 46.2 +/- was % , P 1 ADP versus and +/- 2.7 % +/- control ) ] .	Platelet in was inhibited by and high concentrations of alteplase when induced by 1 micromol / l ADP [ 1.6 +/- 0.5 % , P = 0.001 and 0.9 +/- 0.2 % , P = 0.002 versus +/- 1.6 % ( control ) ] and 20 micromol / @DRUG$ ADP [ 46.9 3.9 % , @DRUG$ = 0.001 and 46.2 +/- 4.8 % , P = 0.001 versus 65.7 +/- 2.7 % ( control ) ] .	Platelet aggregation in patients was inhibited by medium and high concentrations of alteplase when induced by 1 micromol / l ADP [ 1.6 +/- 0.5 % , P = 0.001 and 0.9 +/- 0.2 % , P = 0.002 versus	1
0	Metabolites of midecamycin acetate also showed certain degree of antibacterial activities although they gave higher @DRUG$ values than @DRUG$.	Metabolites of midecamycin acetate as well showed certain degree of antibacterial natural action although they gave higher @DRUG$ values than @DRUG$ .	Metabolites of of acetate also showed certain degree midecamycin antibacterial activities although they gave higher @DRUG$ values than @DRUG$ .	of midecamycin acetate also showed certain degree antibacterial activities although they gave higher @DRUG$ values than @DRUG$ .	The antibacterial activities of the metabolites of midecamycin acetate were greater than those of the parent drug, midecamycin acetate.	1
1	Entacapone is administered with every scheduled dose of @DRUG$ whereas @DRUG$ is administered 3 times daily.	Entacapone is administered with every scheduled dose of @DRUG$ whereas @DRUG$ is administered trinity times daily .	Entacapone is administered with every times dose of @DRUG$ whereas @DRUG$ is administered 3 scheduled daily .	Entacapone is administered with every scheduled dose of @DRUG$ whereas @DRUG$ is administered 3 times .	Entacapone is administered with every scheduled dose of @DRUG$, whereas @DRUG$ is administered 3 times daily.	0
0	Our results indicate that both compounds block acetylcholine-evoked responses at micromolar concentrations with a rank order of potency of @DRUG$>@DRUG$, P<0.05.	Our results indicate that both compounds block acetylcholine -evoked responses at micromolar density with a rank lodge of potency of @DRUG$ > @DRUG$ , P<0.05 .	Our results both that indicate compounds block acetylcholine -evoked responses at micromolar rank with a concentrations order of potency of @DRUG$ > @DRUG$ , P<0.05 .	results that both compounds block acetylcholine -evoked at micromolar concentrations with a rank order of potency @DRUG$ @DRUG$ , P<0.05 .	@DRUG$ is more potent than @DRUG$ at blocking acetylcholine -evoked responses.	0
0	At 2 @DRUG$/kg/day, rosuvastatin significantly increased eNOS mRNA and protein compared with untreated hearts, and conversely decreased iNOS mRNA and protein, @DRUG$ well as nitrite production after ischemia-reperfusion.	At 2 @DRUG$ / kg / twenty four hour period , rosuvastatin importantly increased eNOS mRNA and protein equate with untreated hearts , and conversely decreased iNOS mRNA and protein , @DRUG$ well as nitrite production after ischemia-reperfusion .	At 2 @DRUG$ / kg / day , rosuvastatin significantly increased eNOS mRNA conversely protein after with untreated hearts , and and decreased iNOS mRNA and protein , @DRUG$ well as nitrite production ischemia-reperfusion compared .	At 2 @DRUG$ / / day , rosuvastatin significantly increased mRNA and protein compared with untreated hearts , and conversely decreased mRNA and protein , @DRUG$ well as nitrite production after ischemia-reperfusion .	At 2 @DRUG$ / kg / day, rosuvastatin significantly increased eNOS mRNA and protein compared with untreated hearts, and conversely decreased iNOS mRNA and protein, @DRUG$ well as nitrite production after ischemia-reperfusion.	0
0	Final report on the safety assessment of aluminum silicate, @DRUG$ silicate, magnesium aluminum silicate, magnesium silicate, magnesium trisilicate, sodium magnesium silicate, zirconium silicate, attapulgite, bentonite, Fuller's earth, hectorite, kaolin, lithium @DRUG$, lithium magnesium sodium silicate, montmorillonite, pyrophyllite, and zeolite.	Final cover on the safety assessment of al silicate , @DRUG$ silicate , mg al silicate , mg silicate , mg trisilicate , sodium mg silicate , zirconium silicate , attapulgite , bentonite , melville weston fuller 's terra firma , hectorite , kaolin , lithium @DRUG$ , lithium mg sodium silicate , montmorillonite , pyrophyllite , and zeolite .	Final report on the magnesium assessment of , silicate , @DRUG$ silicate magnesium magnesium aluminum silicate , magnesium silicate , safety trisilicate , sodium , silicate , zirconium silicate , attapulgite , bentonite , Fuller 's earth , hectorite , kaolin , lithium @DRUG$ zeolite lithium magnesium sodium silicate aluminum montmorillonite , pyrophyllite , and , .	Final report on the safety assessment of aluminum silicate , @DRUG$ silicate , magnesium aluminum silicate , magnesium silicate , magnesium trisilicate , sodium magnesium silicate , zirconium silicate , attapulgite , bentonite , Fuller earth hectorite , kaolin , lithium @DRUG$ , lithium magnesium sodium silicate , montmorillonite , pyrophyllite , and zeolite .	@DRUG$ is a mineral that is used in many different products, including drugs. @DRUG$ is a mineral that is also used in many different products, including drugs.	0
0	In oral fluid, METH was detected as early @DRUG$ 0.08-2 h; c(max) was 24.7-312.2 micro g/L (10 mg) and 75.3-321.7 micro g/L (20 @DRUG$) and occurred at 2-12 h.	In oral examination fluid , METH was detected as too soon @DRUG$ 0.08 - 2 h ; c( max ) was 24.7-312.2 micro g/L ( tenner mg ) and 75.3- 321.7 micro g/L ( 20 @DRUG$ ) and hap at 2 - 12 h .	In oral fluid , METH was detected as 2 @DRUG$ 0.08 - early h ; c( micro ) 20 24.7-312.2 max g/L ( 10 mg ) and 75.3- ( micro g/L 321.7 was @DRUG$ ) and occurred at 2 - 12 h .	In oral fluid , METH was detected early @DRUG$ 0.08 - 2 h ; c( ) was 24.7-312.2 micro g/L ( 10 mg ) and 75.3- 321.7 micro g/L 20 @DRUG$ ) and occurred at 2 - h	METH was detected as early as 0.08 - 2 hours after @DRUG$ was taken, with a peak concentration of 24.7-312.2 micro g/L ( 10 mg ) and 75.3- 321.7 micro g/L ( 20 @DRUG$ ) at 2	0
0	Rupatadine, a new potent, orally active dual antagonist of @DRUG$ and @DRUG$ (PAF).	Rupatadine , a new potent , orally participating dual antagonist of @DRUG$ and @DRUG$ ( PAF ) .	Rupatadine , a new potent , ) active dual antagonist of @DRUG$ and @DRUG$ ( PAF orally .	Rupatadine , a new , orally active dual antagonist of @DRUG$ and @DRUG$ PAF .	Rupatadine is a new drug that blocks both the effects of @DRUG$ and @DRUG$.	0
0	The results showed that the binding properties of levetiracetam and [3H]ucb 30889, an analogue that was previously characterized as a suitable ligand for @DRUG$ binding site/SV2A in rat brain [Gillard, M., Fuks, B., Michel, P., Vertongen, @DRUG$., Massingham, R. Chatelain, P., 2003.	The results bear witness that the binding property of levetiracetam and [ 3H ] ucb 30889 , an analogue that was antecedently characterize as a suited ligand for @DRUG$ binding site / SV2A in informer brain [ Gillard , M. , Fuks , B. , Michel , P. , Vertongen , @DRUG$ . , Massingham , R. Chatelain , P. , 2003 .	results The showed that , , properties of levetiracetam and [ 3H R. ucb 30889 , an analogue that was characterized previously as a suitable ligand for @DRUG$ P. site / SV2A in rat brain [ Gillard , M. , Fuks , B. , Michel , P. , Vertongen the @DRUG$ . , Massingham , ] Chatelain , binding binding 2003 .	The results that the binding properties of levetiracetam and [ 3H ] ucb 30889 , an analogue that was previously characterized as a suitable ligand @DRUG$ binding site / SV2A in rat brain [ Gillard , M. , Fuks , B. , Michel , P. , Vertongen , @DRUG$ . , , Chatelain , P. , 2003 .	Levetiracetam binds to the @DRUG$ binding site / SV2A in rat brain, and [ 3H ] ucb 30889 is a suitable ligand for this site.	1
0	In a small number of clinical trials, tinzaparin was found to be more effective than intravenous @DRUG$ or oral warfarin sodium @DRUG$ prophylaxis against DVT in high-risk patients undergoing orthopaedic surgery, and more effective than subcutaneous heparin in both general surgical patients and medical patients with an immobilising illness.	In a minor act of clinical trials , tinzaparin was found to be more effective than intravenous @DRUG$ or oral warfarin sodium @DRUG$ prophylaxis against DVT in high- risk patients undergoing orthopaedic surgery , and more effective than hypodermic heparin in both general operative patients and medical patients with an immobilising unwellness .	In a surgery number oral clinical trials , tinzaparin was found to be more effective than intravenous @DRUG$ or of warfarin sodium @DRUG$ prophylaxis against DVT in high- risk patients undergoing orthopaedic small patients and more effective , subcutaneous heparin in both general surgical than and medical patients with an immobilising illness .	In a small of clinical trials tinzaparin was found to be more effective than intravenous @DRUG$ or oral warfarin sodium @DRUG$ prophylaxis against DVT in high- patients undergoing orthopaedic surgery , and more effective than subcutaneous heparin in both general surgical patients and medical patients with an illness	Tinzaparin was found to be more effective than intravenous @DRUG$ or oral warfarin sodium @DRUG$ prophylaxis against DVT in high- risk patients undergoing orthopaedic surgery , and more effective than subcutaneous heparin in both general surgical patients	0
0	Tucatinib is an oral, potent, @DRUG$ receptor 2 (HER2)-specific @DRUG$ kinase inhibitor (TKI) being developed as a novel treatment for ERBB2/HER2-positive breast cancer.	Tucatinib is an oral , potent , @DRUG$ receptor 2 ( HER2 ) - particular @DRUG$ kinase inhibitor ( TKI ) being germinate as a novel treatment for ERBB2 / HER2 - positive boob cancer .	Tucatinib is an oral , cancer , @DRUG$ receptor 2 ( HER2 ) - specific @DRUG$ kinase inhibitor ( TKI ) potent developed as a novel treatment for being / HER2 - positive breast ERBB2 .	is an oral , potent , @DRUG$ receptor 2 ( HER2 ) - @DRUG$ kinase inhibitor ( TKI ) being developed as a treatment for ERBB2 / HER2 - positive breast cancer .	@DRUG$ is a receptor ( HER2 ) - specific @DRUG$ kinase inhibitor ( TKI ) being developed as a novel treatment for ERBB2 / HER2 - positive breast cancer .	0
0	Interestingly, early-onset patients presented also higher thiopurine methyltransferase activity (median 476 versus 350 nmol methylmercaptopurine/@DRUG$ @DRUG$/h, P-value = 0.046).	interestingly , early - onset patient role presented also higher thiopurine methyltransferase activeness ( median 476 versus 350 nmol methylmercaptopurine / @DRUG$ @DRUG$ / h , P-value = 0.046 ) .	Interestingly ( early , onset patients presented also higher P-value methyltransferase activity - median 476 versus 350 nmol methylmercaptopurine / @DRUG$ @DRUG$ / h , thiopurine = 0.046 ) .	Interestingly , - onset patients presented also higher thiopurine methyltransferase activity ( median 476 versus 350 nmol methylmercaptopurine / @DRUG$ @DRUG$ / h , P-value 0.046 ) .	Interestingly, early-onset patients presented also higher thiopurine methyltransferase activity (median 476 versus 350 nmol methylmercaptopurine/@DRUG$ @DRUG$/h, P-value = 0.046).	0
0	Other classes of drugs that demonstrated inhibition of aldehyde oxidase included phenothiazines, tricyclic antidepressants, tricyclic atypical antipsychotic agents, and dihydropyridine calcium channel blockers, along with some other drugs, including @DRUG$, cyclobenzaprine, amodiaquine, maprotiline, ondansetron, propafenone, domperidone, quinacrine, ketoconazole, verapamil, @DRUG$, and salmeterol.	Other division of drugs that demonstrated inhibition of aldehyde oxidase admit thiodiphenylamine , tricyclic antidepressants , tricyclic atypical antipsychotic drug agents , and dihydropyridine ca channel blockers , along with some other drugs , including @DRUG$ , cyclobenzaprine , amodiaquine , maprotiline , ondansetron , propafenone , domperidone , quinacrine , ketoconazole , verapamil , @DRUG$ , and salmeterol .	other classes of drugs that demonstrated inhibition of aldehyde oxidase included verapamil , tricyclic antidepressants , , atypical antipsychotic agents , and dihydropyridine calcium channel blockers , along with some , drugs , salmeterol @DRUG$ , cyclobenzaprine , amodiaquine , maprotiline , ondansetron , propafenone Other domperidone , quinacrine , ketoconazole , phenothiazines tricyclic @DRUG$ , and including .	Other classes of drugs that demonstrated inhibition of aldehyde oxidase included phenothiazines , tricyclic antidepressants , atypical antipsychotic agents , and dihydropyridine calcium channel blockers along with some other drugs , including @DRUG$ , cyclobenzaprine , amodiaquine , maprotiline , ondansetron , propafenone , domperidone , quinacrine , , verapamil , @DRUG$ , salmeterol .	Some other drugs, including @DRUG$, cyclobenzaprine, amodiaquine, maprotiline, ondansetron, propafenone, domperidone, quinacrine, ketoconazole, verapamil, @DRUG$	0
0	Here, we review the chemical characteristics of @DRUG$, @DRUG$ well as its mechanism of action and results from preclinical and clinical trials.	Here , we review the chemical characteristics of @DRUG$ , @DRUG$ well as its mechanism of action and results from presymptomatic and clinical tryout .	results , we review the chemical characteristics of @DRUG$ , @DRUG$ well as its mechanism and action and Here from preclinical of clinical trials .	, we review the chemical characteristics of @DRUG$ , @DRUG$ well as its mechanism of action and results from preclinical and clinical trials .	We looked at the chemical properties of @DRUG$ and @DRUG$, as well as how they work and what the results have been from preclinical and clinical trials.	0
0	Ultrafilterable platinum in plasma decreased in a biexponential mode after infusions of 254-S and @DRUG$, whereas the free @DRUG$ of cisplatin showed a monoexponential disappearance.	Ultrafilterable pt in blood plasma decreased in a biexponential mode after infusions of 254 - S and @DRUG$ , whereas the free @DRUG$ of cisplatin showed a monoexponential disappearance .	Ultrafilterable platinum in plasma decreased monoexponential a biexponential mode after infusions of 254 - S and @DRUG$ , whereas of free @DRUG$ the cisplatin showed a in disappearance .	Ultrafilterable platinum in plasma decreased in a biexponential mode after infusions of 254 - S and @DRUG$ , whereas the free @DRUG$ of cisplatin showed a monoexponential disappearance .	The rate at which ultrafilterable platinum disappears from plasma after infusions of 254 - S and @DRUG$ is different than the rate at which free cisplatin disappears.	1
0	@DRUG$ modulates @DRUG$ bee dance behavior.	@DRUG$ modulates @DRUG$ bee dancing behavior .	@DRUG$ modulates @DRUG$ dance bee behavior .	@DRUG$ modulates @DRUG$ bee dance behavior	@DRUG$ affects how @DRUG$ behaves.	0
1	These parameters were estimated also after the treatment with tricyclic antidepressants: desmethylimipramine (DMI), @DRUG$, or protriptiline, and in the conditions of the reversal of @DRUG$-like syndrom.	These parameters were estimated as well after the treatment with tricyclic antidepressant : desmethylimipramine ( DMI ) , @DRUG$ , or protriptiline , and in the conditions of the reversal of @DRUG$ - similar syndrom .	These protriptiline were estimated also after the , with tricyclic antidepressants : desmethylimipramine ( DMI ) treatment @DRUG$ like or parameters , and in the conditions of the reversal of @DRUG$ - , syndrom .	These parameters estimated also after the treatment with tricyclic antidepressants : desmethylimipramine ( DMI ) , @DRUG$ , or protriptiline , and in the conditions of the reversal of @DRUG$ - like syndrom	The parameters were estimated also after the treatment with tricyclic antidepressants : desmethylimipramine ( DMI ) , @DRUG$ , or protriptiline , and in the conditions of the reversal of @DRUG$ - like syndromes .	0
1	Niflumic acid, @DRUG$, diclofenac and indomethacin inhibited 4-MUG competitively with @DRUG$ values of 0.0275, 0.710, 53.3 and 69.9 microM, respectively, being similar to each IC50 value.	Niflumic acid , @DRUG$ , diclofenac and indocin inhibited tetrad - MUG competitively with @DRUG$ values of 0.0275 , 0.710 , 53.3 and 69.9 microM , respectively , being similar to each IC50 assess .	Niflumic acid , @DRUG$ , MUG and indomethacin inhibited 4 - diclofenac competitively with @DRUG$ values of 0.0275 , 0.710 , 53.3 and 69.9 microM , IC50 , respectively similar to each being value .	Niflumic acid , @DRUG$ , diclofenac and indomethacin inhibited 4 - MUG competitively with @DRUG$ values of 0.0275 , 53.3 and 69.9 microM , respectively , being similar to each IC50 value .	Niflumic acid , @DRUG$ , diclofenac and indomethacin inhibited 4 - MUG competitively with @DRUG$ values of 0.0275 , 0.710 , 53.3 and 69.9 microM , respectively , being similar to	0
0	Plasma samples for pharmacokinetics were obtained on days 1 (@DRUG$, cisplatin as single agents), 15 (ABT-510 @DRUG$ single agent) and 22 (gemcitabine, cisplatin and ABT-510 as combination).	Plasma taste for pharmacokinetics were obtained on sidereal day 1 ( @DRUG$ , cisplatin as single agentive role ) ,  ( ABT - 510 @DRUG$ single agent ) and 22 ( gemcitabine , cisplatin and ABT - 510 as combination ) .	Plasma ( for pharmacokinetics were ) on days , ( @DRUG$ , cisplatin as single agents ) , 15 ( ABT as 510 @DRUG$ single agent ) and 22 samples gemcitabine 1 cisplatin and ABT - 510 - combination obtained .	Plasma samples for pharmacokinetics were obtained on days 1 ( @DRUG$ , cisplatin as single ) , 15 ( ABT - 510 @DRUG$ single agent ) and 22 ( gemcitabine , cisplatin and ABT - 510 as combination ) .	On days 1, 15, and 22, pharmacokinetic data were collected for @DRUG$ (cisplatin as a single agent) and @DRUG$ (ABT-510 as a single agent).	0
0	However, neither fluprostenol nor @DRUG$ stimulated @DRUG$ phosphorylation, but the effects of both agonists were inhibited after protein kinase C stimulation.	However , neither fluprostenol nor @DRUG$ stimulated @DRUG$ phosphorylation , but the effects of both agonist were inhibited after protein kinase C input .	However , neither fluprostenol nor @DRUG$ stimulated @DRUG$ phosphorylation , effects the C of both agonists were inhibited after protein kinase but stimulation .	However , neither fluprostenol nor @DRUG$ stimulated @DRUG$ phosphorylation , but the effects of both agonists were after protein C stimulation .	However, neither fluprostenol nor @DRUG$ stimulated @DRUG$ phosphorylation, but the effects of both agonists were inhibited after protein kinase C stimulation.	0
0	3 (2000) 1301-1306; S.M. Fleming, C. Zhu, @DRUG$.O. Fernagut, A. Mehta, C.D. DiCarlo, R.@DRUG$. Seaman, M.F. Chesselet, Behavioral and immunohistochemical effects of chronic intravenous and subcutaneous infusions of varying doses of rotenone, Exp.	three ( 2000 ) 1301-1306 ; S.M. ian fleming , C. Zhu , @DRUG$.O. Fernagut , A. Mehta , C.D. DiCarlo , R.@DRUG$ . tar , M.F. Chesselet , Behavioral and immunohistochemical effects of chronic intravenous and subcutaneous infusions of alter doses of rotenone , Exp .	3 ( 2000 ) Exp ; S.M. Fleming , C. Zhu 1301-1306 @DRUG$.O. Fernagut , A. Mehta , C.D. DiCarlo , R.@DRUG$ . Seaman , M.F. Chesselet , of and immunohistochemical effects of chronic intravenous and doses infusions Behavioral varying subcutaneous of rotenone , , .	3 ( 2000 S.M. Fleming , C. Zhu , @DRUG$.O. Fernagut , A. Mehta , C.D. DiCarlo , R.@DRUG$ . Seaman , Chesselet , Behavioral and immunohistochemical effects of chronic intravenous and subcutaneous infusions of varying doses of , Exp .	S.M. Fleming, C. Zhu, @DRUG$.O. Fernagut, A. Mehta, C.D. DiCarlo, R.@DRUG$. Seaman, M.F. Chesselet, Behavioral and immunohistochemical effects of chronic	0
0	@DRUG$ (Dron), without iodine, was developed as an alternative to the @DRUG$-containing antiarrhythmic drug amiodarone (AM).	@DRUG$ ( Dron ) , without iodine , was developed as an alternative to the @DRUG$ - containing antiarrhythmic drug drug amiodarone ( follow ) .	@DRUG$ was Dron ) iodine without , , ( developed as an alternative to the @DRUG$ - containing antiarrhythmic drug amiodarone ( AM ) .	@DRUG$ ( ) , without iodine , developed as an alternative @DRUG$ - containing antiarrhythmic drug amiodarone ( AM ) .	@DRUG$ is an alternative to @DRUG$, which contains the antiarrhythmic drug amiodarone.	0
0	Five days' treatment with cefuroxime axetil was recently shown to be as effective @DRUG$ 10 days' treatment with either cefuroxime axetil or amoxicillin/@DRUG$ in patients with acute otitis media or acute bronchitis.	v daytime ' treatment with cefuroxime axetil was recently shown to be as effective @DRUG$  daytime ' treatment with either cefuroxime axetil or amoxicillin / @DRUG$ in patients with acute otitis media or acute bronchitis .	Five days ' shown with / axetil was recently treatment to acute as effective @DRUG$ 10 days ' treatment with either cefuroxime axetil or amoxicillin cefuroxime @DRUG$ in patients with be otitis media or acute bronchitis .	Five days ' treatment with cefuroxime axetil was recently to be as effective @DRUG$ 10 days ' treatment with either cefuroxime axetil or / @DRUG$ in patients with media or acute .	Cefuroxime axetil is just as effective as amoxicillin/clavulanic acid in treating acute otitis media or acute bronchitis within 10 days.	1
0	It has potent in vitro activity against Aspergillus and Candida species, including those resistant to fluconazole or @DRUG$. Results of several clinical trials indicate that @DRUG$ is effective in treating esophageal candidiasis, including azole-refractory disease.	It has potent in vitro activity against Aspergillus and Candida species , include those resistant to fluconazole or @DRUG$ . solution of several clinical trials indicate that @DRUG$ is efficacious in treating esophageal candidiasis , include azole-refractory disease .	It of potent in vitro activity against Aspergillus and Candida species , including those resistant to fluconazole or @DRUG$ . Results has in several trials indicate that @DRUG$ is effective clinical treating esophageal candidiasis , including azole-refractory disease .	It has vitro activity against and Candida species , including those resistant to fluconazole or @DRUG$ Results of several clinical trials indicate that @DRUG$ is effective in treating esophageal candidiasis including azole-refractory disease .	@DRUG$ is a potent drug that is effective in treating Aspergillus and Candida species, including those that are resistant to fluconazole or DRUGA. @DRUG$ is also effective in treating esophageal candidiasis, including azole-refractory disease.	0
0	SR123781A showed high affinity for human AT (Kd = 58 +/- 22 nM) and was a potent catalyst of its inhibitory effect with regard to factor Xa (IC50) = 77 +/- 5 ng/ml - 297 +/- 13 U/mg) and @DRUG$ (IC50 = 4.0 +/- 0.5 @DRUG$/ml - 150 +/- 30 U/mg).	SR123781A render high affinity for homo AT ( Kd = 58 +/- 22 nM ) and was a strong catalyst of its repressive effect with regard to factor Xa ( IC50 ) = lxxvii +/- 5 ng / ml - 297 +/- 13 U / mg ) and @DRUG$ ( IC50 = 4.0 +/- 0.5 @DRUG$ / ml -  +/- 30 U / mg ) .	SR123781A showed high affinity for human AT Kd ( = 58 +/- 22 nM ) 13 was a 297 catalyst of its Xa effect with regard to factor inhibitory ( IC50 ) = 77 +/- 5 ng / - - potent 150 and U / mg ) and @DRUG$ ( IC50 = 4.0 +/- 0.5 @DRUG$ / ml ml +/- +/- 30 U / mg ) .	SR123781A high affinity for human AT ( Kd = 58 +/- nM ) and a potent catalyst of its inhibitory effect with regard to factor Xa ( IC50 ) = 77 +/- 5 ng / ml - 297 +/- 13 U / mg ) and @DRUG$ ( IC50 = 4.0 +/- 0.5 @DRUG$ / ml - 150 +/- 30 U / mg )	SR123781A showed high affinity for human AT ( Kd = 58 +/- 22 nM ) and was a potent catalyst of its inhibitory effect with regard to factor Xa ( IC50 ) = 77 +/- 5 ng / ml - 297 +/- 13 U / mg ) and @DRUG$	1
0	Pooled analysis of post-treatment mean headache frequencies in two trials (88 participants) demonstrates a slight but significant advantage for @DRUG$ 50 @DRUG$ over valproate 400 mg (MD -0.90; 95% CI -1.58 to -0.22).	Pooled depth psychology of post-treatment meanspirited headache frequencies in two trials ( 88 participants ) manifest a slight but significant advantage for @DRUG$ 50 @DRUG$ over valproate 400 mg ( MD - 0.90 ;  % CI - 1.58 to -0.22 ) .	Pooled analysis of post-treatment mean % frequencies in two trials ( CI participants ) 50 a slight but significant advantage for @DRUG$ demonstrates @DRUG$ over valproate 400 0.90 ( MD - mg ; 95 headache 88 - 1.58 to -0.22 ) .	Pooled analysis of post-treatment mean headache frequencies two trials ( 88 participants ) demonstrates a slight but significant advantage for @DRUG$ 50 @DRUG$ valproate 400 mg ( MD - 0.90 ; 95 % - to -0.22 ) .	Pooled analysis of post-treatment mean headache frequencies in two trials ( 88 participants ) demonstrates a slight but significant advantage for @DRUG$ 50 @DRUG$ over valproate 400 mg ( MD - 0.90 ; 95 % CI - 1.58 to -0.22 ) .	0
0	The pharmacokinetics of a single oral dose of midazolam, a probe for CYP3A activity, were assessed in 4 conditions: (1) midazolam (5 @DRUG$) without erythromycin (EM0), (2) erythromycin 2 days + midazolam (2.5 mg) (EM2), (3) erythromycin 4 days + midazolam (2.5 mg) (EM4), and (4) @DRUG$ 7 days + midazolam (2.5 mg) (EM7).	The pharmacokinetics of a unity oral examination vd of midazolam , a probe for CYP3A natural action , were measure in 4 train : ( 1 ) midazolam ( 5 @DRUG$ ) without erythromycin ( EM0 ) , (  ) erythromycin  days + midazolam ( 2.5 mg ) ( EM2 ) , ( 3 ) erythromycin 4 days + midazolam ( 2.5 mg ) ( EM4 ) , and ( 4 ) @DRUG$ septenary days + midazolam ( 2.5 mg ) ( EM7 ) .	The pharmacokinetics were a single oral dose ) probe , a midazolam for CYP3A , activity of assessed in 4 conditions : ( 1 ) midazolam ( 5 @DRUG$ of erythromycin erythromycin ( EM0 2.5 , ( 2 ) without 2 days + midazolam ( , mg ) ( EM2 ) , ( 3 ) erythromycin 4 days + midazolam ( 2.5 mg ) ( EM4 ) ) and ( 4 ) @DRUG$ 7 days + midazolam 2.5 ( mg ) ( EM7 ) .	The pharmacokinetics of a single oral dose of midazolam , a probe CYP3A activity , were in 4 conditions : ( ) midazolam ( 5 @DRUG$ ) erythromycin ( ) , 2 ) erythromycin 2 days + midazolam ( mg ) ( EM2 ) , ( 3 ) erythromycin 4 + midazolam ( 2.5 mg ) ( EM4 ) , and ( 4 ) @DRUG$ 7 days midazolam ( 2.5 mg ) ( EM7 .	The pharmacokinetics of a single oral dose of midazolam, a probe for CYP3A activity, were assessed in 4 conditions: (1) midazolam (5 @DRUG$) without erythromycin (EM0), (2) erythromy	1
0	A Phase II study of the effect of degarelix in 187 men with prostate cancer found a loading dose of 240 mg to be not significantly better than 200 mg in reducing serum testosterone concentrations to < or =0.5 @DRUG$/mL within 3 days of dosing (200 @DRUG$, 88%; 240 mg, 92%).	vitamin a phase two study of the effect of degarelix in 187 men with prostate cancer the crab found a loading dose of 240 milligram to be not significantly better than 200 milligram in reducing serum testosterone concentrations to < or =0.5 @DRUG$ / mL inside 3 days of dosing ( 200 @DRUG$ , 88 % ; 240 milligram , 92 % ) .	A Phase dosing study II the effect of be in 187 men with prostate cancer found a loading dose of 240 mg to degarelix not significantly better than 200 mg in reducing serum concentrations testosterone to < or =0.5 @DRUG$ / 200 within 3 days of mg ( mL @DRUG$ , 88 % ; 240 of , 92 % ) .	A Phase II study of the effect of degarelix 187 men with found a loading of 240 mg to be not significantly better than 200 mg in reducing serum testosterone concentrations to < or @DRUG$ / mL within 3 days of dosing 200 @DRUG$ , 88 % ; 240 mg , % ) .	A Phase II study of the effect of degarelix in 187 men with prostate cancer found a loading dose of 240 mg to be not significantly better than 200 mg in reducing serum testosterone concentrations to < or =0.5 @DRUG$ / mL within 3 days of dosing ( 200 @DRUG$	0
0	The subjects were given single oral doses of 700 @DRUG$ @DRUG$ and 400 mg meprobamate on separate occasions.	The subjects were given single oral sexually transmitted disease of 700 @DRUG$ @DRUG$ and 400 mg meprobamate on separate occasions .	The subjects were given single oral separate of 700 @DRUG$ @DRUG$ and 400 mg meprobamate on doses occasions .	The subjects were given single oral doses of 700 @DRUG$ @DRUG$ 400 mg meprobamate on separate .	The subjects were given single oral doses of 700 @DRUG$ and 400 mg meprobamate on separate occasions .	1
0	Furthermore, @DRUG$ facilitated both @DRUG$- and NADPH-induced lipid peroxidation even in the absence of added ADP-Fe3+, in a fashion similar to that earlier reported with succinate in the presence of theonyltrifluoroacetone.	Furthermore , @DRUG$ facilitated both @DRUG$ - and NADPH - make lipid peroxidation even in the absence of added adp - Fe3 + , in a fashion similar to that earlier account with succinate in the mien of theonyltrifluoroacetone .	Furthermore , @DRUG$ facilitated both @DRUG$ - and NADPH - induced lipid peroxidation even in - absence of in ADP the Fe3 + earlier in a theonyltrifluoroacetone similar to that , reported with succinate added the presence of fashion .	Furthermore , @DRUG$ facilitated both @DRUG$ - and NADPH - lipid peroxidation even in the absence of added ADP Fe3 + , in a fashion similar to that earlier reported with succinate in the presence of theonyltrifluoroacetone	@DRUG$ facilitated both @DRUG$ - and NADPH - induced lipid peroxidation even in the absence of added ADP - Fe3 + .	0
1	A single i.p. injection of tianeptine (10 @DRUG$/kg), 120 min before stress caused a significant decrease of @DRUG$ and corticosterone levels.	angstrom single i.p. injection of tianeptine ( 10 @DRUG$ / kg ) , 120 min before stress caused a substantial decrease of @DRUG$ and corticosterone levels .	A single i.p. injection of tianeptine kg 10 @DRUG$ min ( ) , 120 / before stress caused a significant decrease of @DRUG$ and corticosterone levels .	A single i.p. injection of tianeptine ( 10 @DRUG$ / kg ) , 120 min before stress caused a significant decrease @DRUG$ and corticosterone levels .	A single injection of tianeptine ( 10 @DRUG$ / kg ) , 120 min before stress caused a significant decrease of @DRUG$ and corticosterone levels .	0
0	Analytical results for the sample were @DRUG$ follows: melting point 240 degrees C (decomposition); UV spectrum indicates absorption maxima at 286 and 295 nm and the absorption ratio A286/A295 1.04; IR spectrum is @DRUG$ as that of the USP Reference Standard; no impurity was found by TLC, but a trace of one was found by HPLC analysis; the purity is assumed to be 99.95% by HPLC analysis; loss on drying 0.1%; assay by HPLC against USP Reference Standard 100.2%.	Analytical results for the sample were @DRUG$ follows : melting point 240 academic degree C ( putrefaction ) ; UV spectrum indicates absorption maxima at 286 and 295 nm and the absorption proportion A286 / A295 1.04 ; ir spectrum is @DRUG$ as that of the USP reference work Standard ; no impurity was found by tender loving care , but a trace of ace was found by HPLC analysis ; the honour is assumed to be 99.95 % by HPLC analysis ; loss on dry out 0.1 % ; assay by HPLC against USP reference work Standard 100.2 % .	Analytical trace for the sample degrees @DRUG$ follows : melting point 240 were C ( decomposition IR ; UV spectrum indicates absorption maxima at 286 and 295 nm and the absorption a USP / A295 1.04 that ; spectrum is @DRUG$ as ) of the A286 Reference Standard ; no impurity was found by TLC , but ratio results of one ; found by HPLC analysis ; the purity is assumed to be % % by HPLC analysis ; loss on drying 0.1 99.95 was assay by HPLC against USP Reference Standard 100.2 % .	Analytical results for the were @DRUG$ follows : melting point 240 degrees C ( decomposition ) ; UV spectrum indicates absorption maxima at 286 and 295 nm and the absorption ratio A286 A295 1.04 ; IR spectrum is @DRUG$ as that the USP Reference Standard ; no impurity was found TLC , but trace of one was found by HPLC analysis ; the purity assumed to be % by HPLC analysis ; loss on drying 0.1 % ; by HPLC USP Reference 100.2 .	@DRUG$ is very similar to @DRUG$, with only a very small trace of impurity found. The purity is assumed to be 99.95% by HPLC analysis.	0
1	Furthermore, the maximal stimulatory effect of @DRUG$ on renin secretion was not additive to that produced by the non-diuretic mercurial sulfhydryl reagent P-chloromercuriphenylsulfonate nor to that produced by the non-mercurial diuretic sulfhydryl reagent, @DRUG$.	what is more , the maximum stimulatory effect of @DRUG$ on renin secretion was not additive to that produced by the non-diuretic fickle sulfhydryl reagent P-chloromercuriphenylsulfonate nor to that produced by the non-mercurial diuretic sulfhydryl reagent , @DRUG$ .	, of the maximal stimulatory effect , @DRUG$ on renin secretion was by additive to that produced not the non-diuretic mercurial sulfhydryl reagent P-chloromercuriphenylsulfonate nor to that produced by the non-mercurial diuretic sulfhydryl reagent Furthermore @DRUG$ .	Furthermore , the maximal effect of @DRUG$ was not additive to that produced by the mercurial sulfhydryl reagent P-chloromercuriphenylsulfonate nor to that produced by the non-mercurial diuretic sulfhydryl reagent , @DRUG$ .	The maximal stimulatory effect of @DRUG$ on renin secretion was not additive to that produced by the non-diuretic mercurial sulfhydryl reagent P-chloromercuriphenylsulfonate nor to that produced by the non-mercurial di	1
0	The compound seems to retain the @DRUG$ spectrum of activity @DRUG$ cisplatin, and a definite set of efficacy data is available for ovarian cancer of epithelial origin, small cell carcinoma of the lung and epidermoid carcinoma of the head and neck.	The compound seems to retain the @DRUG$ spectrum of activity @DRUG$ cisplatin , and a definite primed of efficacy data is available for ovarian cancer of epithelial bloodline , belittled cell carcinoma of the lung and epidermoid carcinoma of the head and neck opening .	data compound seems neck retain the @DRUG$ spectrum of activity @DRUG$ cisplatin , and a definite set of , efficacy is available for ovarian cancer of epithelial origin The small cell carcinoma of the lung and epidermoid carcinoma of the head and to .	The compound seems to retain the @DRUG$ spectrum activity @DRUG$ cisplatin , and a definite set of efficacy data is available ovarian cancer epithelial origin , small cell carcinoma of lung epidermoid carcinoma head and neck .	@DRUG$ is similar to cisplatin in terms of its activity, and has been shown to be effective against ovarian cancer, small cell lung cancer, and head and neck cancer.	1
0	The 6-minute walk distance increased in all ambrisentan groups; mean placebo-corrected treatment effects were 31 m (P=0.008) and 51 @DRUG$ (P<0.001) in ARIES-1 for 5 and 10 mg @DRUG$, respectively, and 32 m (P=0.022) and 59 m (P<0.001) in ARIES-2 for 2.5 and 5 mg ambrisentan, respectively.	The hexad - minute walk outstrip increased in all ambrisentan group ; imply placebo-corrected treatment effects were 31 m ( P=0.008 ) and 51 @DRUG$ ( P<0.001 ) in ARIES - 1 for 5 and 10 mg @DRUG$ , severally , and 32 m ( P=0.022 ) and 59 m ( P< 0.001 ) in ARIES - two for 2.5 and 5 mg ambrisentan , severally .	The mg - 31 walk distance increased in all ambrisentan groups ; mean placebo-corrected treatment effects were minute m ( P=0.008 ) - 51 @DRUG$ ( P<0.001 ) in , and 1 for 5 and 10 6 @DRUG$ , respectively , and 32 m ( P=0.022 ) and 59 m ( P< 0.001 ) in for - 2 ARIES 2.5 and 5 mg ambrisentan respectively ARIES .	The 6 - minute walk distance increased in all ambrisentan groups ; mean placebo-corrected treatment were 31 m ( P=0.008 ) and 51 @DRUG$ ( P<0.001 ) ARIES - 1 for and 10 mg @DRUG$ , respectively , and 32 m ( P=0.022 ) and m ( P< 0.001 ) in ARIES - for 5 mg , respectively	The 6 - minute walk distance increased in all ambrisentan groups ; mean placebo-corrected treatment effects were 31 m ( P=0.008 ) and 51 @DRUG$ ( P<0.001 ) in ARIES - 1 for 5 and 10 mg @DRUG$ , respectively ,	0
0	Supplemental ractopamine had no effect on fasting plasma concentrations of @DRUG$ N, nonesterified fatty acids, triglyceride or @DRUG$ (P greater than .05).	Supplemental ractopamine had no effect on fasting plasma concentrations of @DRUG$ N , nonesterified roly poly acids , triglyceride or @DRUG$ ( P large than .05 ) .	ractopamine Supplemental greater no effect on fasting plasma concentrations of @DRUG$ N , nonesterified fatty acids , triglyceride or @DRUG$ ( P had than .05 ) .	Supplemental ractopamine had no effect fasting plasma concentrations of @DRUG$ N , nonesterified fatty acids , or @DRUG$ ( greater than .05 ) .	Supplemental ractopamine had no effect on fasting plasma concentrations of @DRUG$ N , nonesterified fatty acids , triglyceride or @DRUG$ ( P greater than .05 ) ."There was no significant difference between the two groups.	0
0	@DRUG$ strongly inhibited the activity at 1 x 10(-4) M. HgCl2 decreased the activity to about 40% at a concentration of 1 x 10(-4) M. FeCl3, CaCl2, MgCl2, and @DRUG$ had little effect on the hydrolysis of eprinomectin, whereas NaF slightly increased the activity to 118%.	@DRUG$ strongly inhibited the activity at one x  ( - foursome ) M. HgCl2 decreased the activity to about  % at a concentration of one x  ( - foursome ) M. FeCl3 , CaCl2 , MgCl2 , and @DRUG$ had piffling set up on the hydrolysis of eprinomectin , whereas NaF slightly increased the activity to 118 % .	@DRUG$ strongly inhibited the activity at 1 x 10 ( MgCl2 4 ) M. the decreased the activity to about 40 whereas at increased concentration , 1 x 10 ( - 4 % M. FeCl3 , CaCl2 of - , and @DRUG$ had little effect on the hydrolysis of eprinomectin , ) NaF slightly a HgCl2 activity to 118 % .	@DRUG$ strongly inhibited the activity at 1 10 ( - 4 ) M. HgCl2 decreased the activity to about 40 % at a concentration of 1 x 10 - 4 ) M. FeCl3 CaCl2 , MgCl2 , @DRUG$ had little effect on the hydrolysis of NaF slightly the activity to 118 .	@DRUG$ strongly inhibited the activity at 1 x 10 ( - 4 ) M. HgCl2 decreased the activity to about 40 % at a concentration of 1 x 10 ( - 4 ) M. FeCl3 , CaCl2 , MgCl2 , and @DRUG$ had little	0
0	@DRUG$ @DRUG$ a treatment for premenstrual dysphoric disorder.	@DRUG$ @DRUG$ a handling for premenstrual dysphoric disorder .	@DRUG$ @DRUG$ treatment a for premenstrual dysphoric disorder .	@DRUG$ @DRUG$ a treatment for premenstrual dysphoric disorder .	@DRUG$ is a treatment for premenstrual dysphoric disorder, and @DRUG$ is the drug used to treat this disorder.	0
0	In the second one, another 6 male and 6 female subjects received 25 @DRUG$ and 50 mg of @DRUG$ by the i.m. route.	hoosier state the second one and only , another 6 male and 6 female subjects received 25 @DRUG$ and 50 mg of @DRUG$ by the i.m. route .	In and 25 one , another 6 male and 6 female subjects received second @DRUG$ the 50 mg of @DRUG$ by the i.m. route .	the second one , another 6 male and 6 female subjects received 25 @DRUG$ and 50 mg of @DRUG$ by the i.m. route .	In the second one , another 6 male and 6 female subjects received 25 @DRUG$ and 50 mg of @DRUG$ by the i.m. route .	0
0	These results indicate that the sensitizing actions of @DRUG$ as measured by enhanced peptide release, are not mediated by L-, N-, or @DRUG$-type VSCC.	These issue indicate that the sensitizing actions of @DRUG$ as measured by heighten peptide unfreeze , are not mediated by L- , N - , or @DRUG$ - type VSCC .	These results indicate N , sensitizing actions of @DRUG$ as measured by enhanced peptide release - are not mediated by L- , that , the or @DRUG$ - type VSCC .	These results indicate that the sensitizing actions of @DRUG$ as measured by peptide release , are not mediated by L- , N - , or @DRUG$ type VSCC .	The sensitizing actions of @DRUG$, as measured by enhanced peptide release, are not mediated by L-type, N-type, or @DRUG$-type voltage-sensitive calcium channels.	0
1	Some antipsychotic drugs inhibited (+)-[3H]SKF 10,047 binding with high to moderate affinities in the following order of potency: haloperidol greater than perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than molindone greater than or equal to pimozide greater than or equal to @DRUG$ greater than or equal to chlorpromazine greater than or equal to @DRUG$.	Some antipsychotic drugs inhibited ( + ) -[ 3H ]SKF 10,047 back with in high spirits to moderate kinship in the play along order of potency : haldol greater than perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than moban greater than or equal to pimozide greater than or equal to @DRUG$ greater than or equal to chlorpromazine greater than or equal to @DRUG$ .	Some antipsychotic or high ( + than -[ 3H ]SKF 10,047 binding with inhibited to moderate affinities drugs the following order of potency : to greater ) perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater haloperidol molindone greater than or equal to pimozide greater than in equal to @DRUG$ greater than or equal than chlorpromazine greater than or equal to @DRUG$ .	Some antipsychotic drugs inhibited ( + ) -[ ]SKF 10,047 binding high to moderate affinities in following order of : haloperidol greater than greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than molindone greater than or equal to pimozide greater than or equal to @DRUG$ greater than or equal to chlorpromazine greater than or equal to @DRUG$ .	The order of potency of some antipsychotic drugs for inhibiting ( + ) -[ 3H ]SKF 10,047 binding is haloperidol greater than perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than molindone	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, @DRUG$, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, @DRUG$-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially available oral exam and injectable solution expression uncover that the solubilizing excipients include ho - soluble constitutive solvents ( polyethylene glycol ccc , polyethylene glycol 400 , ethanol , propylene glycol , glycerine , N-methyl -  - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol g succinate , polysorbate 20 , @DRUG$ , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty dose esters of pegleg ccc , 400 , or 1750 ) , ho - indissoluble lipid ( castor vegetable oil , clavus vegetable oil , cottonseed vegetable oil , olea europaea vegetable oil , peanut vegetable oil , peppermint vegetable oil , safflower vegetable oil , sesame vegetable oil , soybean vegetable oil , hydrogenated veggie anoint , hydrogenated soybean vegetable oil , and medium- range triglyceride of cocoanut vegetable oil and palm seed vegetable oil ) , constitutive liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic dose , medium- range mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A , of commercially available , and injectable solution oil reveals oils the Labrafil excipients include peppermint - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene of chain glycerin , monooleate - 2 - pyrrolidone , dimethylacetamide oil and dimethylsulfoxide ) review non-ionic , ( Cremophor EL , Cremophor RH 40 , Cremophor RH sorbitan , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , @DRUG$ , Solutol HS oil , 60 N-methyl , poloxamer 407 , Labrafil M-1944CS oral solubilizing M-2125CS , Labrasol surfactants Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters glycol PEG 300 , 400 , or 1750 ) , water - and lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil sesame water oil , safflower oil , , formulations , soybean oil , hydrogenated vegetable that , hydrogenated soybean , , and medium- , triglycerides of , oil insoluble palm seed 15 , , organic liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) and various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , , phospholipids ( hydrogenated soy phosphatidylcholine ) distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine coconut L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially oral and solution formulations reveals that the solubilizing excipients water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , , - 2 - , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol succinate , polysorbate 20 , @DRUG$ , Solutol HS 15 , sorbitan , poloxamer 407 , Labrafil , Labrafil , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) water - insoluble lipids ( castor oil , corn oil , cottonseed , oil , peanut oil , oil , oil , sesame oil , soybean , hydrogenated vegetable oils , hydrogenated oil , and medium- chain triglycerides of coconut oil palm seed oil ) , organic liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	"Currently used drugs treat EDS alone (@DRUG$/@DRUG$, methylphenidate, and amphetamine), cataplexy alone (""off-label"" use of antidepressants), or both EDS and cataplexy (sodium oxybate)."	" currently used drugs treat EDS solitary ( @DRUG$ / @DRUG$ , methylphenidate , and upper ) , cataplexy solitary ( " " off-label " " use of antidepressants ) , or both EDS and cataplexy ( na oxybate ) . "	" antidepressants used drugs ( EDS alone ( @DRUG$ / @DRUG$ , methylphenidate alone and amphetamine ) , cataplexy , ( " " off-label " " use of Currently ) . or both EDS and cataplexy treat sodium oxybate ) , "	" Currently used drugs treat EDS alone @DRUG$ / @DRUG$ , methylphenidate , and amphetamine ) , cataplexy ( " " off-label " use of antidepressants ) , both and cataplexy ( sodium oxybate ) . "	Currently used drugs treat EDS alone (@DRUG$/@DRUG$, methylphenidate, and amphetamine), cataplexy alone (off-label use of antidepressants), or both EDS and cataplexy (sodium oxybate).	0
0	Dexmethylphenidate (@DRUG$-MPH), the d-isomer of the traditional racemic mixtures of d,@DRUG$-threo-(R,R)-MPH, was recently introduced as another potential option in the stimulant class of medications.	Dexmethylphenidate ( @DRUG$ - MPH ) , the d-isomer of the traditional racemic mixtures of d , @DRUG$ - threo - ( R , R ) - MPH , was recently introduce as another possible option in the stimulation sort out of medications .	Dexmethylphenidate ( @DRUG$ - MPH ) , the d-isomer of the traditional , mixtures of d , @DRUG$ - threo - medications R racemic R ) class MPH , was in introduced as another potential option recently the stimulant - of ( .	Dexmethylphenidate ( @DRUG$ - MPH ) , the d-isomer of traditional racemic mixtures of d , @DRUG$ threo ( R , R MPH , was recently introduced as another potential option in the stimulant class of .	Dexmethylphenidate ( @DRUG$ ) is the d-isomer of the traditional racemic mixture of d , @DRUG$ - threo - ( R , R ) - MPH . Dexmethylphenidate was recently introduced as another potential option in the stimulant class of medications .	0
0	A young semi-comatose male patient was investigated using 99mTc hexamethyl-propylene amine oxime (99mTc HMPAO) brain single photon emission computed tomography (SPECT) before and after administration of the gamma-aminobutyric acid (@DRUG$) agonist @DRUG$.	A new semi-comatose male affected role was investigated habituate ninety nine mTc hexamethyl - propylene amine oxime ( ninety nine mTc HMPAO ) brain single photon emission computed tomography ( SPECT ) before and after administration of the gamma-aminobutyric acid ( @DRUG$ ) agonist @DRUG$ .	A young semi-comatose male patient ) investigated using ) gamma-aminobutyric hexamethyl - propylene amine oxime ( 99 99 HMPAO mTc brain single photon emission computed tomography ( SPECT was before and after administration of the mTc acid ( @DRUG$ ) agonist @DRUG$ .	A young male patient investigated using 99 mTc hexamethyl - propylene amine ( 99 mTc HMPAO ) brain single photon emission computed tomography ( SPECT ) before and after administration of the gamma-aminobutyric acid ( @DRUG$ ) agonist @DRUG$ .	A young semi-comatose male patient was investigated using 99 mTc hexamethyl - propylene amine oxime ( 99 mTc HMPAO ) brain single photon emission computed tomography ( SPECT ) before and after administration of the gamma-aminobutyric acid (	1
0	Administration of either d-@DRUG$ or tedisamil (at concentration of 10(-5) mol/@DRUG$) before the administration of 10(-6) mol/l TG prevent the TG induced elevation of [Ca2+]i. CONCLUSION: These results support our hypothesis that d-sotalol and tedisamil prevent Ca2+ overload by the cAMP dependent SR Ca2+ uptake.	Administration of either d-@DRUG$ or tedisamil ( at concentration of 10 ( - 5 ) mole / @DRUG$ ) before the brass of 10 ( - 6 ) mole / l TG keep the TG induced elevation of [ Ca2 + ] i. CONCLUSION : These results support our theory that d-sotalol and tedisamil keep Ca2 + overburden by the camp down dependent SR Ca2 + uptake .	Administration of either / or tedisamil ( at concentration of 10 ( - 5 ) mol before @DRUG$ ) administration the Ca2 of 10 ( - 6 ) mol / l TG prevent the TG induced elevation of [ overload + ] i. CONCLUSION : These results support our hypothesis that Ca2 and tedisamil prevent d-@DRUG$ + d-sotalol by the cAMP dependent SR Ca2 + uptake .	Administration of either d-@DRUG$ or tedisamil ( at concentration of 10 ( - 5 ) mol / @DRUG$ ) before the administration of 10 ( - 6 ) mol l TG prevent the TG induced elevation of [ Ca2 ] i. CONCLUSION : These results support hypothesis that and tedisamil prevent Ca2 + overload by the dependent SR Ca2 + uptake .	When either d-@DRUG$ or tedisamil is administered before TG (a chemical that causes an increase in calcium levels), the TG-induced elevation of calcium levels is prevented.	1
0	The treatments that are efficacious for the management of the different non-motor symptoms are as follows: pramipexole for the treatment of depressive symptoms, clozapine for the treatment of psychosis, rivastigmine for the treatment of dementia, and botulinum toxin A (BTX-A) and @DRUG$ @DRUG$ well as glycopyrrolate for the treatment of sialorrhea.	The treatments that are effectual for the direction of the dissimilar non-motor symptoms are as follows : pramipexole for the treatment of depressive symptoms , clozaril for the treatment of psychosis , rivastigmine for the treatment of dementedness , and botulinum toxin type a ( BTX - type a ) and @DRUG$ @DRUG$ well as glycopyrrolate for the treatment of sialorrhea .	The treatments that are efficacious for the of of the different rivastigmine symptoms are ) follows : pramipexole for the treatment management depressive symptoms , clozapine for the treatment of psychosis , non-motor for the glycopyrrolate of dementia treatment and botulinum toxin A ( BTX - A as and @DRUG$ @DRUG$ well as , for the treatment of sialorrhea .	The are efficacious for the management of the different non-motor symptoms are as follows : pramipexole for the treatment of depressive symptoms , clozapine for the treatment of psychosis , rivastigmine for the treatment of dementia , and botulinum toxin ( BTX - A ) @DRUG$ @DRUG$ well as glycopyrrolate for the treatment of .	The treatments that are efficacious for the management of the different non-motor symptoms are as follows : pramipexole for the treatment of depressive symptoms , clozapine for the treatment of psychosis , rivastigmine for the treatment of dementia , and botulinum toxin A	1
0	He received @DRUG$ (@DRUG$ the hydrochloride salt) 8 mg orally 20 minutes before each dose of uridine triacetate to prevent nausea and vomiting.	He received @DRUG$ ( @DRUG$ the hydrochloride salt ) 8 mg orally 20 proceedings before each dose of uridine triacetate to foreclose nausea and vomiting .	He received @DRUG$ ( @DRUG$ the hydrochloride salt ) 8 of orally 20 minutes before each dose mg uridine prevent to triacetate nausea and vomiting .	He received @DRUG$ ( @DRUG$ the hydrochloride salt ) mg orally 20 minutes before each dose of uridine triacetate to nausea and vomiting .	He received @DRUG$ ( @DRUG$ the hydrochloride salt ) 8 mg orally 20 minutes before each dose of uridine triacetate to prevent nausea and vomiting .	0
0	Formoterol enantiomers were analysed by chiral h.@DRUG$.l.c. assay and formoterol glucuronides were determined as @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase.	Formoterol enantiomer were analysed by chiral h.@DRUG$.l.c. assay and formoterol glucuronides were determined as @DRUG$ enantiomer after enzymatic segmentation with beta-glucuronidase .	Formoterol enantiomers were analysed by glucuronides h.@DRUG$.l.c. assay and formoterol chiral were as determined @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase .	Formoterol enantiomers were analysed by chiral h.@DRUG$.l.c. assay and glucuronides determined as @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase .	The formoterol enantiomers were analyzed by a chiral h.@DRUG$.l.c. assay, and the formoterol glucuronides were determined as the @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase.	0
0	The peak plasma concentrations (mean +/- s.@DRUG$.) after the single dose (25.7 +/- 17.0 ng ml-1) were not significantly different (@DRUG$ = 0.35) from those at steady state (32.4 +/- 20.9 ng ml-1).	The blossom plasma concentrations ( mean +/- s.@DRUG$ . ) after the single std ( 25.7 +/- 17.0 ng millilitre - 1 ) were not significantly different ( @DRUG$ = 0.35 ) from those at unwavering state ( 32.4 +/- 20.9 ng millilitre - 1 ) .	The peak plasma ng ( @DRUG$ +/- s.@DRUG$ 1 ) +/- the single dose ( 25.7 +/- 17.0 ng ml - 1 ) were not significantly different ( mean = 0.35 ) from those at steady state ( 32.4 after 20.9 concentrations ml - . ) .	The peak plasma concentrations ( s.@DRUG$ . after the single dose ( 25.7 +/- 17.0 ng ml - 1 ) were not different ( @DRUG$ = 0.35 ) from those at steady state ( 32.4 +/- 20.9 ng ml - 1 .	The peak plasma concentrations ( mean +/- s.@DRUG$ . ) after the single dose ( 25.7 +/- 17.0 ng ml - 1 ) were not significantly different ( @DRUG$ = 0.35 ) from those at steady state ( 32.4 +/- 20.9 ng ml -	0
0	A better understanding of its mechanism will allow for the development of assays to @DRUG$ its clinical efficacy and safety in patients, as well @DRUG$ guide the development of the next generation of therapies for MS. In order to build the foundation for determining its mechanism, we reviewed the manner in which DMF alters lymphocyte subsets in MS patients, its impact on clinical efficacy and safety, as well as its molecular effects in cellular and animal models.	A better understanding of its mechanism will allow for the development of assays to @DRUG$ its clinical efficaciousness and prophylactic in patients , as well @DRUG$ guide the development of the next generation of therapies for MS . In order to anatomy the foundation for determining its mechanism , we reviewed the manner in which DMF alters lymph cell subset in MS patients , its bear on on clinical efficaciousness and prophylactic , as well as its molecular effects in cellular and creature simulation .	A better understanding of its mechanism will allow for . development of for to @DRUG$ the clinical efficacy its safety well patients , as clinical @DRUG$ guide for development of the next generation of therapies the MS its In order to build the foundation assays determining and in , we reviewed the manner in which DMF alters lymphocyte subsets in MS patients , its impact on mechanism efficacy and safety , as well as its molecular effects in cellular and animal models .	A better understanding of its mechanism will allow for the development of assays to @DRUG$ its clinical efficacy and safety patients , as well @DRUG$ guide the development of next generation of for MS . In order to build the foundation determining its , we reviewed the manner in which DMF alters lymphocyte subsets in MS patients , its impact clinical efficacy and safety , as well as its molecular effects in cellular and models .	A better understanding of its mechanism will allow for the development of assays to @DRUG$ its clinical efficacy and safety in patients , as well @DRUG$ guide the development of the next generation of therapies for MS . In order to build the foundation for determining its mechanism , we reviewed the manner in which	0
0	In the first week of life significant correlations between GA and elimination half-life (p < 0.001) and between plasma @DRUG$ and elevated Cmin (@DRUG$ < 0.002) were found, but no correlation between C0.5h and GA.	In the inaugural week of life significant correlations between GA and elimination one half - life ( p < 0.001 ) and between blood plasma @DRUG$ and kick upstairs Cmin ( @DRUG$ < 0.002 ) were found , but no correlation between C0.5h and GA .	( the first week of life significant between between GA and elimination half - life In found < 0.001 ) and correlations plasma @DRUG$ but elevated Cmin ( @DRUG$ < 0.002 ) were p , and no correlation between C0.5h and GA .	In the first week of life significant correlations between GA and elimination half - life ( p < 0.001 ) and plasma @DRUG$ elevated Cmin ( @DRUG$ < 0.002 ) were , but no correlation between C0.5h and GA	The elimination half-life of @DRUG$ was found to be significantly correlated with GA, and the plasma concentration of DRUGA was found to be significantly correlated with the Cmin of @DRUG$.	0
0	They received no medication, 1.5 gm acetaminophen, 6 gm @DRUG$, or 9 gm @DRUG$ decahydrate orally, in aqueous solution.	They received no medication , 1.5 gm panadol , 6 gm @DRUG$ , or ix gm @DRUG$ decahydrate orally , in aqueous solution .	They received no medication , 1.5 9 acetaminophen , 6 gm @DRUG$ , or gm gm @DRUG$ decahydrate orally , in aqueous solution .	They received no medication , 1.5 gm , 6 gm @DRUG$ , or gm @DRUG$ decahydrate orally , in aqueous solution .	They received no medication, 1.5 gm acetaminophen, 6 gm @DRUG$, or 9 gm @DRUG$ decahydrate orally, in aqueous solution.	0
0	"In addition to the ""classical"" biogenic amines resulting from decarboxylation of aromatic acids, including @DRUG$ (DA), norepinephrine, epinephrine, serotonin (@DRUG$), and histamine, other biogenic amines, present at much lower concentrations in the central nervous system (CNS), and hence referred to as ""trace"" amines (TAs), are now recognized to play significant neurophysiological and behavioral functions."	" In addition to the " " classical " " biogenic amine leave from decarboxylation of aromatic dose , including @DRUG$ ( DA ) , norepinephrine , epinephrin , serotonin ( @DRUG$ ) , and histamine , other biogenic amine , present at much lower concentrations in the exchange nervous system ( CNS ) , and hence referred to as " " line " " amine ( atomic number  ) , are now recognized to play pregnant neurophysiological and behavioral functions . "	" In addition to the " " classical " TAs play amines resulting from decarboxylation of aromatic acids , including @DRUG$ ( DA ) , norepinephrine , epinephrine , serotonin ( @DRUG$ concentrations , and histamine , other biogenic amines , present at much lower ) trace the ) nervous system ( CNS ) , and hence referred to as " " in central " amines ( " " , are now recognized functions biogenic significant neurophysiological and behavioral to . "	" In addition to the " " classical " biogenic amines resulting from decarboxylation of aromatic acids , including @DRUG$ ( DA ) , norepinephrine , epinephrine serotonin ( @DRUG$ ) , and histamine , other biogenic amines , present at much lower concentrations in the central nervous system ( CNS ) , and hence as " " " " amines ( TAs ) , now recognized to play significant neurophysiological and behavioral functions . "	Classical" biogenic amines (e.g., dopamine, norepinephrine, epinephrine, serotonin, and histamine) are produced as a result of the decarboxylation of aromatic acids. "Trace" amines (e.g., phenethylamine	1
1	The kinetics of perindoprilat were dose dependent with the apparent volume of distribution (V/@DRUG$) varying from 920 L at a dose of 3.1 @DRUG$ of perindoprilat to 470 L at a dose of 12.3 mg, in normal volunteers.	The kinetics of perindoprilat were dose dependent with the apparent volume of distribution ( V / @DRUG$ ) varying from 920  at a dose of 3.1 @DRUG$ of perindoprilat to 470  at a dose of 12.3 milligram , in pattern unpaid worker .	The kinetics of dose were dose dependent with the apparent volume to distribution ( V / @DRUG$ ) varying from 920 L at a dose of normal @DRUG$ of perindoprilat of 470 L at a perindoprilat of 12.3 mg , in 3.1 volunteers .	The kinetics of perindoprilat were dose dependent with the volume of distribution ( V / @DRUG$ ) varying from 920 L at a dose of 3.1 @DRUG$ of 470 L dose of 12.3 mg in normal volunteers .	The kinetics of perindoprilat were dose dependent with the apparent volume of distribution ( V / @DRUG$ ) varying from 920 L at a dose of 3.1 @DRUG$ of perindoprilat to 470 L at a dose of 12.3 mg , in normal volunteers	0
0	Additionally, the @DRUG$(FA:@DRUG$) formulation prolonged Tmax and decreased Cmax in both species.	Additionally , the @DRUG$ ( FA : @DRUG$ ) formulation prolonged Tmax and lessen Cmax in both species .	Additionally , the @DRUG$ ( FA : @DRUG$ ) species prolonged Tmax and decreased Cmax in both formulation .	Additionally , the @DRUG$ ( FA : @DRUG$ ) formulation prolonged Tmax and decreased Cmax in both species .	@DRUG$ prolongs Tmax and decreases Cmax in both species.	1
0	A review of 10 years of experience with @DRUG$ @DRUG$ an antihypertensive agent.	vitamin a review of 10 years of experience with @DRUG$ @DRUG$ an antihypertensive agent .	A review of of years 10 experience with @DRUG$ @DRUG$ an antihypertensive agent .	A review of 10 years of experience with @DRUG$ @DRUG$ an antihypertensive agent .	A review of 10 years of experience with @DRUG$, an antihypertensive agent.	1
0	Some of the other kavapyrones affected @DRUG$ levels @DRUG$ well.	just about of the other kavapyrones affected @DRUG$ levels @DRUG$ well .	the of Some other kavapyrones affected @DRUG$ levels @DRUG$ well .	Some the other kavapyrones affected @DRUG$ levels @DRUG$ well .	Some of the other kavapyrones affected @DRUG$ levels @DRUG$ well .	0
0	The BAM drug combination was premixed using 0.5 ml butorphanol (30 mg/ml), 0.25 ml azaperone (50 mg/ml), and 0.25 ml medetomidine (20 mg/ml) per milliliter to yield a final mix of (15 @DRUG$ butorphanol+12.5 mg azaperone+5 mg @DRUG$)/ml.	The clap drug combination was premixed using 0.5 ml butorphanol ( xxx mg / ml ) , 0.25 ml azaperone ( 50 mg / ml ) , and 0.25 ml medetomidine (  mg / ml ) per milliliter to relent a final desegregate of ( fifteen @DRUG$ butorphanol + 12.5 mg azaperone + 5 mg @DRUG$ ) / ml.	The BAM drug combination was premixed using 0.5 ml butorphanol ( 30 mg / ml 0.25 , 0.25 ml azaperone ml 50 mg / ) ) , and 20 ml medetomidine ( ) mg / ml ( per milliliter to yield + final mix of ( 15 @DRUG$ butorphanol + 12.5 mg azaperone a 5 mg @DRUG$ ) / ml.	The BAM drug combination was premixed using 0.5 ml butorphanol ( 30 mg / ml ) , 0.25 ml azaperone 50 mg / ml ) , and 0.25 ml medetomidine 20 mg ml ) per milliliter to yield a final mix ( 15 @DRUG$ butorphanol + 12.5 mg azaperone + 5 mg @DRUG$ ) / ml.	For every milliliter of @DRUG$, there is 0.5 milliliter of butorphanol, 0.25 milliliter of azaperone, and 0.25 milliliter of medetomidine.	1
0	Redox inactivity and inhibition of doxorubicinol formation correlate with the cardiac safety of @DRUG$ in @DRUG$-pretreated patients.	Redox inactivity and inhibition of doxorubicinol establishment correlated with the cardiac safety of @DRUG$ in @DRUG$ - pretreated patients .	Redox inactivity and inhibition correlate - formation of with the cardiac safety of @DRUG$ in @DRUG$ doxorubicinol pretreated patients .	Redox inactivity inhibition of doxorubicinol formation correlate with the cardiac safety of @DRUG$ in @DRUG$ - pretreated patients .	Redox inactivity and inhibition of doxorubicinol formation correlate with the cardiac safety of @DRUG$ in @DRUG$ - pretreated patients ."This means that when DRUGA is used in patients who have been pretreated with DRUGB, the cardiac safety of	0
0	In addition, a range of full and partial @DRUG$ agonists (eg, sumanirole, @DRUG$ and BP-897) and their new formulations, for example, patch delivery systems (eg, rotigotine) are being developed.	In accession , a range of wide cut and partial @DRUG$ agonists ( eg , sumanirole , @DRUG$ and BP - 897 ) and their new expression , for case , patch delivery systems ( eg , rotigotine ) are being developed .	In addition , ( range developed full eg partial @DRUG$ agonists ( eg , sumanirole , @DRUG$ and BP - 897 ) and their systems formulations , for example , patch delivery new a and , rotigotine ) are being of .	, a range of full and partial @DRUG$ agonists ( eg , sumanirole @DRUG$ and BP - 897 ) and their new formulations , for example , patch delivery systems ( eg , rotigotine ) are being developed .	@DRUG$ is a drug that interacts with a receptor (@DRUG$) to produce a biological response. DRUGA agonists are drugs that activate (or stimulate) the DRUGA receptor, while DRUGA antagonists are drugs that block or inhibit the DRUGA receptor.	0
0	Terconazole inhibited the uptake of 14C-labeled glucose, @DRUG$, and @DRUG$ into C. albicans and caused the rapid release of intracellular K+.	Terconazole suppress the ingestion of 14C- labeled glucose , @DRUG$ , and @DRUG$ into C. albicans and caused the rapid release of intracellular K+ .	Terconazole inhibited the uptake of 14C- and glucose , @DRUG$ , intracellular @DRUG$ into C. albicans and caused the rapid release of labeled K+ .	Terconazole inhibited the uptake of labeled glucose , @DRUG$ , and @DRUG$ into C. albicans and the rapid release of K+ .	@DRUG$ inhibits the uptake of @DRUG$ into C. albicans and causes the rapid release of intracellular K+.	0
0	In addition to the earlier onset of effect, intravenous @DRUG$ is about twice @DRUG$ potent as oral, a result consistent with a systemic bioavailability of oral famotidine of about 43%.	In addition to the earlier onset of effect , intravenous @DRUG$ is about doubly @DRUG$ potent as oral , a result consistent with a systemic bioavailability of oral pepcid of about xliii % .	In addition to the earlier onset of effect with intravenous @DRUG$ is oral twice @DRUG$ potent as , , a result consistent about a systemic bioavailability of oral famotidine of about 43 % .	In addition the earlier onset of effect , intravenous @DRUG$ is about twice @DRUG$ potent as oral , result consistent with a oral of about 43 % .	@DRUG$ is about twice as potent as @DRUG$ when given intravenously, but the oral form of DRUGA is only about 43% as potent as the intravenous form.	0
0	Compared with the control group, the DDVP-treated group showed statistically significantly increased intensities of indoxyl sulfate, @DRUG$ sulfate, cholic acid, deoxycholic acid, @DRUG$-cresol, p-cresol sulfate, and orotic acid but decreased intensities of suberic acid, citric acid, sebacic acid, hippuric acid, taurine, phosphocreatine, 3-hydroxyanthranilic acid, and kynurenic acid.	Compared with the control group , the DDVP - treated group register statistically significantly increase volume of indoxyl sulfate , @DRUG$ sulfate , cholic acid , deoxycholic acid , @DRUG$ - cresol , p-cresol sulfate , and orotic acid but fall volume of suberic acid , citric acid , sebacic acid , hippuric acid , taurine , creatine phosphate , threesome - hydroxyanthranilic acid , and kynurenic acid .	Compared with the control group , the DDVP - treated significantly showed statistically group increased intensities of indoxyl sulfate , @DRUG$ sulfate , cholic acid , deoxycholic acid , @DRUG$ - cresol , p-cresol sulfate kynurenic and orotic acid but decreased citric suberic , acid acid intensities acid , sebacic of , hippuric acid , taurine , phosphocreatine , 3 - hydroxyanthranilic acid , and , acid .	Compared with the control group the DDVP - treated group showed statistically significantly increased intensities indoxyl sulfate , @DRUG$ sulfate , cholic acid , deoxycholic acid , @DRUG$ - cresol , p-cresol sulfate , and orotic but decreased intensities of suberic acid , citric acid , sebacic acid , hippuric acid taurine , phosphocreatine , 3 hydroxyanthranilic acid , and kynurenic acid .	The DDVP-treated group showed statistically significantly increased intensities of indoxyl sulfate, @DRUG$ sulfate, cholic acid, deoxycholic acid, @DRUG$-cresol, p-cresol sulfate, and orotic acid but decreased intensities	0
0	In addition, in several preparations, including micro- and macrovasculature, the sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitors of NO-synthase, such @DRUG$ L-N(G)-@DRUG$ (LNNA) or L-N-nitro-arginine-methyl-ester (L-NAME), has been shown.	In accession , in respective preparations , including micro- and macrovasculature , the sensitiveness of the vasorelaxing set up of the dihydropyridines to inhibitors of NO - synthase , such @DRUG$ L -N ( G ) - @DRUG$ ( LNNA ) or L-N-nitro-arginine -methyl-ester ( L- key out ) , has been shown .	In addition , in L- preparations , including micro- and macrovasculature , the sensitivity to the -methyl-ester effect of the dihydropyridines of inhibitors of NO - synthase , such @DRUG$ L -N ( G ) - @DRUG$ ( LNNA ( or L-N-nitro-arginine vasorelaxing ) ) NAME several , has been shown .	In addition , several preparations , including micro- and macrovasculature , the sensitivity of vasorelaxing effect of the to of NO synthase , such @DRUG$ L -N ( G - @DRUG$ ( LNNA ) or L-N-nitro-arginine -methyl-ester ( NAME ) , has been shown	The dihydropyridines are sensitive to inhibitors of NO - synthase, such as @DRUG$ L-N ( G ) - @DRUG$ ( LNNA ) or L-N-nitro-arginine -methyl-ester ( L- NAME ).	0
0	Eighteen clinical Enterobacteriaceae isolates, including nine carbapenem-resistant strains, were evaluated against @DRUG$-avibactam (2,000 mg/500 mg) @DRUG$ a 2-h infusion every 8 h. To highlight the impact of avibactam, 13 select isolates were tested in the neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 h (2-h infusion).	 clinical Enterobacteriaceae isolates , including nine carbapenem - resistant strains , were evaluated against @DRUG$ - avibactam ( 2,000 milligram /500 milligram ) @DRUG$ a two - atomic number  infusion every 8 atomic number  . To highlight the impact of avibactam , 13 select isolates were try out in the neutropenic role model against a humanized regimen of 2,000 milligram ceftazidime every 8 atomic number  ( 2- atomic number  infusion ) .	Eighteen h Enterobacteriaceae ) , including nine carbapenem - resistant strains , were evaluated against @DRUG$ - avibactam ( 2,000 mg /500 mg ) @DRUG$ a 2 - h infusion every 8 h . clinical highlight the impact of avibactam , 13 select isolates were tested in the neutropenic 2- against infusion humanized regimen of 2,000 mg ceftazidime every 8 To ( model h a isolates .	Eighteen clinical Enterobacteriaceae isolates , including nine carbapenem - resistant strains , were evaluated against @DRUG$ - avibactam ( 2,000 mg mg ) @DRUG$ a 2 - h infusion every 8 h . To highlight the impact of avibactam 13 select isolates tested in the against a humanized regimen of 2,000 mg ceftazidime every 8 h ( 2- h infusion )	Eighteen clinical Enterobacteriaceae isolates were evaluated against @DRUG$-avibactam (2,000 mg/500 mg) @DRUG$ a 2-h infusion every 8 h. To highlight the impact of avibactam, 13 select isolates were tested in the	0
0	The author speculates that toxicity from the @DRUG$ component of @DRUG$ and, more specifically, galactose, the digestion of which is facilitated by lactase persistence, may provide a biologic basis for the correlation.	The author speculates that toxicity from the @DRUG$ component of @DRUG$ and , more specifically , galactose , the digestion of which is facilitated by lactase persistence , crataegus laevigata provide a biological basis for the correlation coefficient .	The author speculates that toxicity from lactase @DRUG$ component the @DRUG$ of , more specifically , galactose , the digestion of which is facilitated by and persistence , may provide a biologic basis for the correlation .	The author speculates that toxicity from the @DRUG$ component of @DRUG$ and , more specifically , galactose the digestion of which is facilitated by lactase persistence , may provide a biologic basis for the correlation .	The author speculates that the toxicity from the @DRUG$ component of @DRUG$, and more specifically, galactose, the digestion of which is facilitated by lactase persistence, may provide a biologic basis for the correlation.	0
1	Effect of @DRUG$ on the renin-aldosterone system, and urinary excretion of @DRUG$ and calcium in essential hypertension.	Effect of @DRUG$ on the renin-aldosterone system , and urinary excretion of @DRUG$ and ca in essential hypertension .	Effect of @DRUG$ on the renin-aldosterone system , and urinary excretion of @DRUG$ and calcium in hypertension essential .	Effect of @DRUG$ on the system , and urinary excretion of @DRUG$ and calcium in essential hypertension .	The effect of @DRUG$ on the renin-aldosterone system, and the urinary excretion of @DRUG$ and calcium, is studied in essential hypertension.	0
1	A linear pharmacokinetic-pharmacodynamic relationship has been found for acrivastine, astemizole, cetirizine, ebastine and @DRUG$, whereas nonlinear relationships have been calculated for ebastine (in the dog), levocabastine, @DRUG$, noberastine and terfenadine.	antiophthalmic factor linear pharmacokinetic - pharmacodynamic family relationship has been found for acrivastine , astemizole , cetirizine , ebastine and @DRUG$ , whereas nonlinear kinship have been calculated for ebastine ( in the frump ) , levocabastine , @DRUG$ , noberastine and terfenadine .	A noberastine pharmacokinetic - pharmacodynamic relationship has been found , acrivastine , for , cetirizine , ebastine and @DRUG$ , whereas nonlinear relationships have been calculated astemizole ebastine ( for the dog ) , levocabastine , @DRUG$ in linear and terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , cetirizine , ebastine and @DRUG$ nonlinear relationships have been calculated ebastine ( in the dog ) , levocabastine , @DRUG$ , noberastine and terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , cetirizine , ebastine and @DRUG$ , whereas nonlinear relationships have been calculated for ebastine ( in the dog ) , levocabastine ,	1
0	The proton pump inhibitor @DRUG$ is a substituted @DRUG$ sulphoxide for the treatment of acid-related gastrointestinal diseases such as reflux esophagitis, duodenal and gastric ulcers.	The proton pump inhibitor @DRUG$ is a deputise @DRUG$ sulphoxide for the treatment of acid-related gastrointestinal diseases such as reflux esophagitis , duodenal and stomachal ulcers .	duodenal proton and inhibitor @DRUG$ is a substituted @DRUG$ sulphoxide for the treatment of acid-related gastrointestinal diseases such as reflux esophagitis , The pump gastric ulcers .	The pump inhibitor @DRUG$ a substituted @DRUG$ sulphoxide for the of acid-related gastrointestinal diseases such as reflux esophagitis , duodenal and gastric ulcers .	@DRUG$ is a drug that is used to treat acid-related gastrointestinal diseases such as reflux esophagitis, duodenal and gastric ulcers. @DRUG$ is a sulphoxide that is used as a proton pump inhibitor to help treat these diseases.	0
0	@DRUG$ (@DRUG$-Pharm).	@DRUG$ ( @DRUG$ - Pharm ) .	@DRUG$ - @DRUG$ ( Pharm ) .	@DRUG$ ( @DRUG$ - Pharm )	@DRUG$ is a type of @DRUG$ that is used for medicinal purposes.	0
0	Three methods were used to determine a sufficient serum @DRUG$ status: vitamin E, vitamin E/(total @DRUG$), vitamin E/(total cholesterol + triglycerides).	Three methods were used to determine a sufficient blood serum @DRUG$ status : vitamin E , vitamin E/( total @DRUG$ ) , vitamin E /( total cholesterin + triglyceride ) .	Three methods were determine to used a sufficient : @DRUG$ status serum vitamin E E vitamin E/( total @DRUG$ ) , vitamin , /( total cholesterol + triglycerides ) .	Three methods were used determine a sufficient serum @DRUG$ status : vitamin E , vitamin E/( total @DRUG$ ) , E /( total cholesterol + triglycerides ) .	The serum @DRUG$ status was found to be sufficient when the vitamin E level was high, the vitamin E/(total @DRUG$) ratio was high, and the vitamin E/(total cholesterol + triglycerides) ratio was high.	0
1	Time-variant plasma amprenavir pharmacokinetics were observed with reductions in plasma @DRUG$ exposure over the first 4 weeks of dosing; the decrease in plasma amprenavir AUC(tau,ss) versus the AUC from 0 h to infinity was 27% for GW43308 1,395 @DRUG$, 45% for GW433908 1,860 mg, and 23% for amprenavir 1,200 mg.	Time-variant plasma amprenavir pharmacokinetics were observed with reductions in plasma @DRUG$ exposure over the first off quadruplet weeks of dosing ; the decrement in plasma amprenavir AUC ( tau , ss ) versus the AUC from nought plancks constant to infinity was 27 % for GW43308 1,395 @DRUG$ , 45 % for GW433908 1,860 atomic number  , and 23 % for amprenavir 1,200 atomic number  .	Time-variant plasma for in were observed amprenavir reductions pharmacokinetics plasma @DRUG$ exposure over the first 4 weeks amprenavir dosing ; to decrease in plasma amprenavir AUC ( tau , ss ) versus the AUC from 0 h the infinity was 27 % for GW43308 1,395 @DRUG$ , 45 % with GW433908 1,860 mg , and 23 % for of 1,200 mg .	Time-variant plasma amprenavir pharmacokinetics were observed with reductions in plasma @DRUG$ exposure over the first 4 weeks of dosing ; the in amprenavir ( tau , ss versus the AUC from 0 h to infinity was 27 % for GW43308 1,395 @DRUG$ , 45 % for GW433908 1,860 mg , 23 % for amprenavir 1,200 mg	Time-variant plasma amprenavir pharmacokinetics were observed with reductions in plasma @DRUG$ exposure over the first 4 weeks of dosing ; the decrease in plasma amprenavir AUC ( tau , ss ) versus the AUC from 0 h to infinity was 27 % for	1
0	This work describes the single adsorption of seven pharmaceuticals (carbamazepine, oxazepam, sulfamethoxazole, piroxicam, cetirizine, venlafaxine and paroxetine) from @DRUG$ onto a commercially available @DRUG$ and a non-activated carbon produced by pyrolysis of primary paper mill sludge.	This work describes the single adsorption of seven pharmaceuticals ( carbamazepine , oxazepam , sulfamethoxazole , piroxicam , cetirizine , venlafaxine and paroxetine ) from @DRUG$ onto a commercially available @DRUG$ and a non-activated carbon paper get by pyrolysis of primary newspaper grinder sludge .	This primary describes the single adsorption of seven pharmaceuticals ( carbamazepine , venlafaxine , sulfamethoxazole , piroxicam , cetirizine , oxazepam and paroxetine ) from @DRUG$ onto work commercially available @DRUG$ and a non-activated carbon produced by pyrolysis paper a of mill sludge .	This describes the single adsorption of pharmaceuticals ( carbamazepine , oxazepam , sulfamethoxazole , , cetirizine , venlafaxine and paroxetine ) @DRUG$ onto a commercially available @DRUG$ and a non-activated carbon produced by pyrolysis of primary paper mill .	Pharmaceuticals adsorb onto a commercially available @DRUG$ and a non-activated carbon produced by pyrolysis of primary paper mill sludge.	1
0	Differences in the MICs from one country to another were not detected with @DRUG$, ceftiofur, or @DRUG$ for the strains tested, but variations in the MICs of the remaining antimicrobial agents were observed.	conflict in the MICs from one country to another were not detected with @DRUG$ , ceftiofur , or @DRUG$ for the filter out tested , but variations in the MICs of the left over antimicrobial agents were observed .	Differences in the , of one country to another were not detected with @DRUG$ , ceftiofur , or @DRUG$ for the strains MICs tested but variations in the MICs from the remaining antimicrobial agents were observed .	Differences in the MICs from one country to another were not detected with @DRUG$ , ceftiofur , or @DRUG$ for the strains , but variations in the MICs of the remaining antimicrobial agents observed .	The MICs of @DRUG$, ceftiofur, and @DRUG$ were not found to vary significantly from one country to another, but the MICs of the remaining antimicrobial agents did vary.	0
0	Pyridoxine (pyridoxamine) 5'-phosphate oxidase (PPOX) catalyzes the oxidative conversion of pyridoxamine 5'-@DRUG$ (PMP) or pyridoxine 5'-phosphate (PNP) to pyridoxal 5'-phosphate (@DRUG$).	Pyridoxine ( adermin ) 5 ' - phosphate oxidase ( PPOX ) catalyse the oxidative transition of adermin 5 ' - @DRUG$ ( PMP ) or pyridoxamine 5 ' - phosphate ( PNP ) to pyridoxal 5 ' - phosphate ( @DRUG$ ) .	Pyridoxine ( pyridoxamine ) 5 ' - phosphate oxidase 5 PPOX or catalyzes the oxidative conversion of 5 5 ' - @DRUG$ ( PMP ) ) pyridoxine ( ' - phosphate ( PNP ) to pyridoxal pyridoxamine ' - phosphate ( @DRUG$ ) .	Pyridoxine ( pyridoxamine ) 5 ' - phosphate oxidase ( PPOX ) catalyzes the oxidative conversion of pyridoxamine 5 ' - @DRUG$ ( PMP ) or pyridoxine 5 ' - phosphate PNP ) pyridoxal 5 ' - phosphate ( @DRUG$ ) .	Pyridoxine ( pyridoxamine ) 5 ' - phosphate oxidase ( PPOX ) catalyzes the oxidative conversion of pyridoxamine 5 ' - @DRUG$ ( PMP ) or pyridoxine 5 ' - phosphate ( PNP ) to p	1
1	CONCLUSIONS: Brain penetration was low for antimuscarinics that are P-gp substrates (5-HMT, darifenacin and @DRUG$), and significant for those that are not P-gp substrates (oxybutynin, @DRUG$ and tolterodine).	close : Brain incursion was low for antimuscarinics that are P- general practitioner substrates ( five - HMT , darifenacin and @DRUG$ ) , and significant for those that are not P- general practitioner substrates ( oxybutynin , @DRUG$ and tolterodine ) .	CONCLUSIONS : Brain penetration , low P- antimuscarinics , are P- gp substrates ( tolterodine - HMT that darifenacin and @DRUG$ ) , and significant for those that are not for gp substrates ( oxybutynin was @DRUG$ and 5 ) .	CONCLUSIONS : Brain penetration was low for antimuscarinics that are P- gp substrates ( 5 - HMT , darifenacin and @DRUG$ ) , and significant for those that not P- gp substrates ( oxybutynin , @DRUG$ and tolterodine ) .	Brain penetration was low for antimuscarinics that are P- gp substrates ( 5 - HMT , darifenacin and @DRUG$ ), and significant for those that are not P- gp substrates ( oxybutynin , @DRUG$ and tolterod	0
0	Apoptosis was detected by morphological observations with Giemsa or annexin V/Hoechst 33342 staining and by the inhibition of caspase-3 activity with N-@DRUG$-@DRUG$-Glu-Val-Asp-CHO (Ac-DEVD-CHO).	Apoptosis was detected by geomorphologic observations with Giemsa or annexin  / Hoechst 33342 sully and by the inhibition of caspase - 3 activity with N-@DRUG$ - @DRUG$ - Glu-Val-Asp - CHO ( Ac- DEVD - CHO ) .	Apoptosis was detected by morphological N-@DRUG$ with Giemsa or annexin V / Hoechst with staining and by the inhibition of caspase - 3 activity 33342 observations - @DRUG$ - Glu-Val-Asp - CHO ( ) DEVD - CHO Ac- .	Apoptosis was detected morphological observations with Giemsa or annexin V / Hoechst 33342 staining and by the inhibition of caspase - 3 activity with N-@DRUG$ - @DRUG$ - Glu-Val-Asp CHO ( Ac- DEVD - CHO	@DRUG$ can cause apoptosis (cell death) by inhibiting caspase - 3 activity, and this effect can be enhanced by the addition of @DRUG$.	0
0	BACKGROUND: The purple pitcher plant, Sarracenia purpurea @DRUG$., is a widely distributed species in North America with a history of use @DRUG$ both a marketed pain therapy and a traditional medicine in many aboriginal communities.	play down : The purple pitcher plant , Sarracenia purpurea @DRUG$ . , is a widely distributed species in North America with a history of use @DRUG$ both a market pain therapy and a traditional practice of medicine in many aboriginal biotic community .	BACKGROUND : The purple . plant , Sarracenia purpurea @DRUG$ both , is pain widely distributed species in North America with a history in use @DRUG$ pitcher a marketed a therapy and a traditional medicine of many aboriginal communities .	BACKGROUND : The purple pitcher plant , Sarracenia purpurea @DRUG$ . , is a widely distributed species in North America with history of use @DRUG$ both a marketed pain therapy and a traditional medicine in many aboriginal communities	BACKGROUND : The purple pitcher plant , Sarracenia purpurea @DRUG$ . , is a widely distributed species in North America with a history of use @DRUG$ both a marketed pain therapy and a traditional medicine in many aboriginal communities ."DRUGA is a plant that	0
0	According to the CA-SFM criteria, 132 of the 146 isolates studied were susceptible to @DRUG$ (MICs < or = 1 mg/L), four were intermediate (MICs 2-4 @DRUG$/L), and 10 were resistant (MICs > 4 mg/L).	According to the CA - SFM criteria , 132 of the 146 insulate read were susceptible to @DRUG$ ( MICs < or = 1 mg /  ) , quaternity were intermediate ( MICs 2 - 4 @DRUG$ /  ) , and 10 were tolerant ( MICs > 4 mg /L ) .	According to the CA ( ( mg , 132 10 the 146 isolates studied were susceptible to @DRUG$ ( MICs < or = 1 criteria / L ) , four were intermediate SFM MICs 2 - 4 @DRUG$ / L ) , and of were resistant - MICs > 4 mg /L ) .	According to the CA - SFM criteria , of the isolates were susceptible to @DRUG$ ( MICs < or = 1 mg / L ) , four were intermediate ( MICs 2 - 4 @DRUG$ L ) , and 10 were resistant ( MICs > 4 mg ) .	Of the 146 isolates studied, 132 were susceptible to @DRUG$ ( MICs < or = 1 mg / L ), four were intermediate ( MICs 2 - 4 @DRUG$ / L ), and 10 were resistant ( MICs > 4 mg /L ).	0
0	METHODS: Patients with advanced solid tumors (6 @DRUG$/2 F; median age 58 years; @DRUG$ 0-1) were enrolled on this study.	METHODS : Patients with advanced solid tumors ( hexad @DRUG$ / 2 F ; median eld 58 years ; @DRUG$ 0 - 1 ) were recruit on this study .	METHODS : Patients with 2 0 tumors were 6 @DRUG$ / advanced F ; median age 58 years ; @DRUG$ solid - 1 ) ( enrolled on this study .	METHODS : Patients with advanced solid tumors 6 @DRUG$ / 2 F ; median age 58 years @DRUG$ 0 - 1 ) were enrolled on study .	For patients with advanced solid tumors, the use of @DRUG$ was associated with a decreased likelihood of using @DRUG$.	0
0	N-[4-[[(2,4-diamino-6-pterdinyl)methyl]amino]benzoyl]-L/@DRUG$ (L/D-AMT) is an investigational drug in phase 1 clinical development that consists of the @DRUG$-and D-enantiomers of aminopterin (AMT).	N-[4-[[(2,4-diamino-6-pterdinyl) methyl]amino ] benzoyl ] -L/ @DRUG$ ( L/D- AMT ) is an investigational drug in stage ace clinical development that consists of the @DRUG$ - and D-enantiomers of aminopterin ( AMT ) .	N-[4-[[(2,4-diamino-6-pterdinyl) methyl]amino benzoyl ] ] -L/ @DRUG$ ( L/D- AMT - is an investigational drug in phase aminopterin clinical development that consists of the @DRUG$ ) and D-enantiomers of 1 ( AMT ) .	N-[4-[[(2,4-diamino-6-pterdinyl) methyl]amino ] benzoyl ] -L/ @DRUG$ ( L/D- AMT ) investigational drug in phase 1 clinical development that consists of the @DRUG$ - and aminopterin ( ) .	N-[4-[[(2,4-diamino-6-pterdinyl) methyl]amino ] benzoyl ] -L/ @DRUG$ ( L/D- AMT ) is an investigational drug in phase 1 clinical development that consists of the @DRUG$	0
0	In conclusion, @DRUG$ appears @DRUG$ a very promising drug and long-term safety will be an important determinant of its expanded use.	In last , @DRUG$ appears @DRUG$ a very promising drug and long-term safety will be an important determinant of its expanded use of goods and services .	In conclusion , @DRUG$ appears @DRUG$ a very promising drug will long-term use and be an important determinant of its expanded safety .	In conclusion , @DRUG$ appears @DRUG$ a very promising drug and long-term safety will be an important determinant of its expanded use .	@DRUG$ is a very promising drug and long-term safety will be an important determinant of its expanded use.	1
0	@DRUG$ part of the @DRUG$ development program, and as mandated by regulatory authorities, several studies were performed with oral bilastine in different animal species to evaluate its toxicity profile.	@DRUG$ part of the @DRUG$ ontogeny program , and as mandate by regulatory authorities , several studies were performed with oral examination bilastine in different animal species to evaluate its toxicity profile .	@DRUG$ part of the @DRUG$ its program , and as mandated performed regulatory authorities , several profile were by with oral bilastine in different animal species to evaluate development toxicity studies .	@DRUG$ part of the @DRUG$ development program , and as mandated by , several performed oral bilastine in animal species to evaluate its toxicity .	@DRUG$ is a part of the @DRUG$ development program, and as mandated by regulatory authorities, several studies were performed with oral bilastine in different animal species to evaluate its toxicity profile.	0
0	Anesthetics were administered at the rate of 1.1 mg of xylazine/kg of body weight, IV, 1.1 mg of tiletamine-zolazepam/kg, IV (treatment 1); 1.1 @DRUG$ of xylazine/kg, IV, 1.65 mg of tiletamine-zolazepam/kg, IV (treatment 2); 1.1 mg of xylazine/kg, IV, 2.2 mg of tiletamine-zolazepam/kg, IV (treatment 3); and 2.2 mg of xylazine/kg, IM, 1.65 mg of @DRUG$-zolazepam/kg, IV (treatment 4).	anaesthetic agent were mete out at the grade of 1.1 mg of xylazine / kilo of body weight , quaternity , 1.1 mg of tiletamine - zolazepam / kilo , quaternity ( discussion  ) ; 1.1 @DRUG$ of xylazine / kilo , quaternity , 1.65 mg of tiletamine - zolazepam / kilo , quaternity ( discussion  ) ; 1.1 mg of xylazine / kilo , quaternity , 2.2 mg of tiletamine - zolazepam / kilo , quaternity ( discussion trio ) ; and 2.2 mg of xylazine / kilo , IM , 1.65 mg of @DRUG$ - zolazepam / kilo , quaternity ( discussion little joe ) .	/ were administered at , rate of 1.1 mg of xylazine / - of body weight , IV , 1.1 mg - tiletamine ( , / kg , IV ( treatment 1 ) ; 1.1 @DRUG$ of xylazine / kg , IV , 1.65 mg of tiletamine - IM / kg , IV of treatment 2 ) ; 1.1 mg of xylazine Anesthetics kg , IV , 2.2 mg of tiletamine - zolazepam / kg , IV ( treatment 3 ) ; / 2.2 mg of xylazine / kg zolazepam zolazepam the 1.65 mg of @DRUG$ kg zolazepam and kg , IV ( treatment 4 ) .	Anesthetics administered at the rate of 1.1 mg of xylazine / kg of body weight , IV , mg of tiletamine - zolazepam / kg , IV ( 1 ) ; 1.1 @DRUG$ xylazine / kg , IV , 1.65 mg of tiletamine - zolazepam / kg , IV ( treatment 2 ) ; 1.1 mg of xylazine / , IV , 2.2 mg of tiletamine - zolazepam / kg , IV ( ) ; and 2.2 mg of xylazine / kg , IM , 1.65 mg @DRUG$ - zolazepam / kg , IV ( 4 ) .	Anesthetics were administered at the rate of 1.1 mg of xylazine / kg of body weight , IV , 1.1 mg of tiletamine - zolazepam / kg , IV ( treatment 1 ) ; 1.1 @DRUG$ of xylazine / kg	1
0	In 1988, we undertook a randomized, placebo-controlled, double-blind trial to investigate the safety and efficacy of low-dose @DRUG$ (ASA), modified-release @DRUG$, and the two agents in combination for secondary prevention of ischemic stroke.	In 1988 , we undertake a randomized , placebo-controlled , double - blind trial to investigate the prophylactic and efficacy of low-dose @DRUG$ ( ASA ) , change -release @DRUG$ , and the two agents in combination for secondary bar of ischemic stroke .	In 1988 , we undertook a randomized , placebo-controlled , double - blind trial to investigate efficacy safety ( the of low-dose @DRUG$ prevention ASA ) , modified secondary @DRUG$ , and the two agents in combination for -release and of ischemic stroke .	In 1988 , we undertook a randomized , placebo-controlled , double - blind trial to investigate the safety and efficacy of low-dose @DRUG$ ( ASA ) , modified -release @DRUG$ , and the two agents in combination prevention of ischemic stroke .	We did a study in 1988 to see if low doses of ASA (@DRUG$) and modified-release @DRUG$ were safe and effective for preventing strokes in people who had already had one.	0
1	@DRUG$ treatment resulted in trends toward a lower annualized relapse rate and fewer relapsing patients (14 @DRUG$/day only) vs placebo.	@DRUG$ treatment resulted in trends toward a lower annualized relapse rate and fewer lapsing patients ( 14 @DRUG$ /  hour interval only ) vs placebo .	@DRUG$ treatment resulted fewer trends toward a lower annualized relapse rate 14 in relapsing patients ( and @DRUG$ / day only ) vs placebo .	@DRUG$ treatment resulted in trends toward lower annualized relapse rate and fewer relapsing patients ( @DRUG$ / only ) vs placebo .	@DRUG$ treatment resulted in a lower annualized relapse rate and fewer relapsing patients ( 14 @DRUG$ / day only ) vs placebo .	0
0	The mean +/- s.d. AUC ratio for (S)-ketorolac:(@DRUG$)-@DRUG$ (0.442 +/- 0.043) was significantly different from unity (P = 0.0001).	The mean +/- s.d. united self defense group of colombia ratio for ( S ) - torodal : ( @DRUG$ ) -@DRUG$ ( 0.442 +/- 0.043 ) was importantly different from unity ( P = 0.0001 ) .	The mean from s.d. AUC ratio ( ( S ) - ketorolac : ( @DRUG$ ) -@DRUG$ for 0.442 +/- 0.043 ) was significantly different = unity ( P +/- 0.0001 ) .	The mean +/- AUC ratio for ( S ) - ketorolac : ( @DRUG$ ) ( 0.442 +/- ) was significantly different from unity P = ) .	The mean +/- s.d. AUC ratio for ( S ) - ketorolac : ( @DRUG$ ) -@DRUG$ ( 0.442 +/- 0.043 ) was significantly different from unity ( P = 0.0001 ) ."This means that the AUC ratio	0
1	Differences in the reinforcing effects of @DRUG$ as a function of the route of administration are not due to differences in the efficacy of cocaine to block the @DRUG$ transporters.	Differences in the reinforcing effects of @DRUG$ as a function of the route of governance are not referable to differences in the efficacy of cocain to block the @DRUG$ transporters .	Differences in the reinforcing effects of @DRUG$ the a function are the route of administration of not to due differences in the efficacy of cocaine to block as @DRUG$ transporters .	Differences in the reinforcing effects of @DRUG$ as a function of the route of administration are not to differences in the efficacy of cocaine to block the @DRUG$ transporters .	The reinforcing effects of @DRUG$ as a function of the route of administration are not due to differences in the ability of cocaine to block the @DRUG$ transporters.	0
0	Tafenoquine versus @DRUG$ Two of the included trials compared four different dosing regimens of tafenoquine against the standard primaquine regimen of 15 @DRUG$/day for 14 days.	Tafenoquine versus @DRUG$ Two of the included trials compared little joe different dosing regimens of tafenoquine against the standard primaquine regime of 15 @DRUG$ / day for 14 days .	Tafenoquine versus @DRUG$ Two for the included trials compared four different primaquine regimens of tafenoquine against the standard dosing regimen of 15 @DRUG$ / day of 14 days .	Tafenoquine versus @DRUG$ Two of the included trials compared four different dosing regimens of tafenoquine against the standard regimen of 15 @DRUG$ / day for 14 days .	Tafenoquine versus @DRUG$Two of the included trials compared four different dosing regimens of tafenoquine against the standard primaquine regimen of 15 @DRUG$ / day for 14 days .	0
0	Eighteen days after sensitization the animals were topically challenged by conjunctival instillation of EA and treated 15 min before and 15 min after challenge with commercially available drugs (ketotifen, ketotifen single dose units [SDU], olopatadine, @DRUG$, @DRUG$ and emedastine) and controls (BSS and BC).	eighteen days after sensitization the animals were topically challenged by conjunctival instillation of EA and treated 15 min before and 15 min after challenge with commercially uncommitted drugs ( ketotifen , ketotifen exclusive dose unit [ SDU ] , olopatadine , @DRUG$ , @DRUG$ and emedastine ) and see ( BSS and BC ) .	BSS days after min the animals ketotifen topically challenged by conjunctival instillation of EA and treated 15 sensitization before and 15 min , after with commercially available drugs ( were challenge ketotifen single dose units [ SDU ] , olopatadine , @DRUG$ , @DRUG$ and emedastine ) and controls ( Eighteen and BC ) .	Eighteen days after sensitization the animals challenged by conjunctival instillation of EA and treated 15 min before and 15 min after challenge with commercially available drugs ( ketotifen ketotifen single units [ SDU ] , olopatadine , @DRUG$ , @DRUG$ and emedastine ) and controls ( BSS and BC ) .	Eighteen days after sensitization the animals were topically challenged by conjunctival instillation of EA and treated 15 min before and 15 min after challenge with commercially available drugs ( ketotifen , ketotifen single dose units [ SDU ] , olopatadine , DRUG	1
0	Milnacipran has two chiral centers and is a racemic mixture of cis isomers: @DRUG$-milnacipran (1S, 2R) and @DRUG$-milnacipran (1R, 2S).	Milnacipran has two chiral plaza and is a racemic concoction of cis isomer : @DRUG$ - milnacipran ( 1S , 2R ) and @DRUG$ - milnacipran ( 1R , 2S ) .	- two has : centers and is a racemic mixture of cis isomers chiral @DRUG$ - milnacipran ( 1S , 2R ) and @DRUG$ Milnacipran milnacipran ( 1R , 2S ) .	Milnacipran has two chiral centers and a racemic mixture of isomers : @DRUG$ - milnacipran ( 1S 2R ) and @DRUG$ - milnacipran 1R , 2S )	Milnacipran has two chiral centers and is a racemic mixture of cis isomers. @DRUG$ is the cis isomer of milnacipran, while @DRUG$ is the trans isomer of milnacipran.	0
0	(0.32--1.30 @DRUG$/ml @DRUG$ equiv.)	( 0.32--1.30 @DRUG$ / milliliter @DRUG$ equiv . )	0.32--1.30 ( @DRUG$ / ml @DRUG$ equiv . )	( 0.32--1.30 @DRUG$ / ml @DRUG$ equiv )	For every 1 ml of @DRUG$, there is an equivalent of 0.32-1.30 ml of @DRUG$.	0
1	BACKGROUND: Angiotensin-converting enzyme inhibitors, @DRUG$ channel blockers, and preoperative intravenous @DRUG$ use are independent risk factors for vasoplegic syndrome after cardiac surgery.	BACKGROUND : Angiotensin-converting enzyme inhibitors , @DRUG$ transmission channel blockers , and preoperative intravenous @DRUG$ use are independent risk gene for vasoplegic syndrome after cardiac surgery .	BACKGROUND : Angiotensin-converting enzyme inhibitors surgery @DRUG$ channel blockers , , preoperative intravenous @DRUG$ use are independent risk factors for vasoplegic syndrome after cardiac and .	BACKGROUND : Angiotensin-converting enzyme inhibitors , @DRUG$ channel blockers , and preoperative intravenous @DRUG$ use are factors for vasoplegic after cardiac surgery .	Angiotensin-converting enzyme inhibitors , @DRUG$ channel blockers , and preoperative intravenous @DRUG$ use are all independent risk factors for vasoplegic syndrome after cardiac surgery .	0
1	The IC50 values of @DRUG$, diclofenac and indomethacin were 1.31, 24.2, and 34.1 microM, respectively, while @DRUG$, ketoprofen and naproxen showed less potent inhibition.	The IC50 values of @DRUG$ , diclofenac and indocin were 1.31 , 24.2 , and 34.1 microM , respectively , while @DRUG$ , oruvail and naproxen showed less powerful inhibition .	and IC50 values of @DRUG$ , diclofenac and indomethacin were 1.31 , 24.2 , microM 34.1 The , respectively , while @DRUG$ , and ketoprofen naproxen showed less potent inhibition .	The IC50 values of @DRUG$ , diclofenac and indomethacin were 1.31 24.2 , and 34.1 microM respectively , while @DRUG$ , ketoprofen and naproxen showed less potent inhibition .	@DRUG$ is more potent than @DRUG$ in inhibiting the activity of cyclooxygenase.	0
0	RESULTS: The median LDL cholesterol level achieved during treatment was 95 mg per deciliter (2.46 mmol per liter) in the standard-dose pravastatin group and 62 @DRUG$ per deciliter (1.60 mmol per liter) in the high-dose @DRUG$ group (P<0.001).	termination : The median LDL cholesterin level achieved during discourse was 95 mg per deciliter ( 2.46 mmol per liter ) in the standard - dose pravachol group and 62 @DRUG$ per deciliter ( 1.60 mmol per liter ) in the high- dose @DRUG$ group ( P<0.001 ) .	) : The mg LDL cholesterol level achieved during treatment was 95 median the deciliter ( 2.46 mmol per liter ) the in standard - dose pravastatin group and 62 @DRUG$ per deciliter ( 1.60 mmol per liter ) in per high- dose @DRUG$ group ( P<0.001 RESULTS .	RESULTS : The median cholesterol level achieved during treatment was 95 mg per deciliter ( 2.46 mmol per liter ) the - dose pravastatin group and 62 @DRUG$ per deciliter ( mmol per liter ) in the high- dose @DRUG$ group P<0.001 ) .	The median LDL cholesterol level achieved during treatment was 95 mg per deciliter ( 2.46 mmol per liter ) in the standard - dose pravastatin group and 62 @DRUG$ per deciliter ( 1.60 mmol per liter ) in the high- dose @DRUG$ group (	0
0	In the overall patient group, plasma conivaptan concentrations were the highest after the 30-minute (C(0.5h)) loading dose (mean [SD] C(0.5h) = 733 [323] and 701 [343] ng/mL with conivap-tan 20 and 40 mg/d, respectively) and then declined during day 1 to concentrations (C(24h)) (mean [SD] C(24h) = 84 [78] and 215 [129] @DRUG$/mL with conivaptan 20 and 40 mg/@DRUG$, respectively) that were maintained by the continuous infusion of 20 or 40 mg/d.	In the overall patient group , plasma conivaptan concentrations were the eminent after the 30 - infinitesimal ( C( 0.5 h ) ) shipment elvis ( mean [ SD ] C( 0.5h ) = 733 [ 323 ] and 701 [ 343 ] ng / mL with conivap - tan  and forty milligram /d , severally ) and then declined during day one to concentrations ( C( two dozen h ) ) ( mean [ SD ] C ( two dozen h ) = 84 [ lxxviii ] and 215 [ 129 ] @DRUG$ / mL with conivaptan  and forty milligram / @DRUG$ , severally ) that were maintained by the continuous infusion of  or forty mg/d .	In the overall patient group , plasma conivaptan concentrations and the highest after the 30 - minute ( C( 0.5 h ) ) = dose ( mean [ SD ] C( 0.5h C( loading by [ 323 , were 701 [ 343 ] ng / mL with ) - tan 20 and and mg /d ] respectively mg or then declined during day 1 to concentrations ] conivap 24 h ) ) ( mean [ SD ( C ( 24 h ) = 84 [ 78 ] 40 215 [ 129 ] @DRUG$ / mL with conivaptan 20 and 40 ) / @DRUG$ , respectively ) that were maintained 733 the continuous infusion of 20 and 40 mg/d .	In the overall patient group , plasma conivaptan concentrations were the highest after the 30 - minute ( C( 0.5 h ) ) loading dose ( mean [ SD ] C( 0.5h ) 733 [ 323 ] and 701 [ 343 ] ng / mL with conivap - tan 20 and mg /d , respectively ) and then declined during day 1 to concentrations ( 24 h ) ) ( [ SD ] C ( 24 h ) = 84 [ 78 ] and 215 [ 129 @DRUG$ / mL with conivaptan 20 and 40 mg / @DRUG$ , respectively ) that were maintained by the continuous infusion of 20 or 40 mg/d .	The highest plasma conivaptan concentrations were found after the 30-minute loading dose, and then they declined during day 1. The concentrations were maintained by the continuous infusion of 20 or 40 mg/day.	1
1	Slight decrease in food consumption was observed in males at the dose levels of 24.3 @DRUG$/kg of UFT group and in both sexes of @DRUG$ group.	Slight reduction in food consumption was observed in males at the loony toons levels of 24.3 @DRUG$ / kg of UFT group and in both sexes of @DRUG$ group .	Slight decrease consumption food in was observed in males at the dose levels of 24.3 @DRUG$ / kg both UFT group and in of sexes of @DRUG$ group .	Slight decrease in food consumption was observed in males the dose levels of 24.3 @DRUG$ / kg of UFT group and in both sexes @DRUG$ group .	Slight decrease in food consumption was observed in males at the dose levels of 24.3 @DRUG$ / kg of UFT group and in both sexes of @DRUG$ group ."In other words, the relationship between DRUGA and DRUGB is that there was a slight decrease	0
0	Although the underlying pathophysiology of depression has not been clearly defined, preclinical and clinical evidence suggest disturbances in serotonin (5-HT), norepinephrine (@DRUG$), and @DRUG$ (DA) neurotransmission in the central nervous system.	Although the fundamental pathophysiology of depression has not been clear defined , preclinical and clinical evidence suggest disturbances in serotonin ( 5 - HT ) , norepinephrine ( @DRUG$ ) , and @DRUG$ ( da ) neurotransmission in the central flighty system .	Although the underlying pathophysiology of depression has not in clearly the , preclinical and clinical evidence suggest disturbances in serotonin ( , - been ) , norepinephrine ( @DRUG$ ) 5 and @DRUG$ ( DA ) neurotransmission HT defined central nervous system .	Although the underlying pathophysiology of depression has not been clearly defined preclinical and clinical suggest disturbances in serotonin 5 HT ) , norepinephrine ( @DRUG$ ) , and @DRUG$ ( DA ) neurotransmission in the central nervous system .	Depression is thought to be caused by a disturbance in the neurotransmission of serotonin, norepinephrine, and dopamine in the central nervous system.	1
0	@DRUG$ (S-888711), an oral small-molecule @DRUG$ receptor (TPOR) agonist, has gained first approval as a drug to treat thrombocytopenia of chronic liver disease in patients undergoing elective invasive procedures in Japan.	@DRUG$ ( S-888711 ) , an oral small- molecule @DRUG$ receptor ( TPOR ) agonist , has gained beginning approval as a dose to treat thrombocytopenia of chronic liver disease in patients undergo elective invasive procedures in Japan .	@DRUG$ ( to ) , an oral small- molecule @DRUG$ receptor undergoing TPOR ) agonist , has gained first approval as a drug S-888711 treat elective of chronic liver disease in patients ( thrombocytopenia invasive procedures in Japan .	@DRUG$ ( S-888711 , an oral small- molecule @DRUG$ receptor ( TPOR agonist , has gained approval as a drug to treat thrombocytopenia of chronic liver disease in patients undergoing elective invasive procedures in Japan .	@DRUG$ is a drug that is used to treat thrombocytopenia of chronic liver disease in patients undergoing elective invasive procedures. @DRUG$ is a receptor that is activated by DRUGA.	0
1	After the bolus administration, the median anti-factor Xa activity decreased by 89% (95% confidence interval [CI], 58 to 94) from baseline among patients receiving @DRUG$ and by 93% (95% CI, 87 to 94) among patients receiving @DRUG$.	After the bolus administration , the medial anti-factor Xa activeness decreased by 89 % ( 95 % sureness interval [ CI ] , fifty eight to xciv ) from baseline among patients receiving @DRUG$ and by 93 % ( 95 % CI , 87 to xciv ) among patients receiving @DRUG$ .	89 the bolus administration , the median anti-factor Xa activity decreased by After % ( 95 by confidence interval [ CI ] % 58 to 94 ) from among baseline patients receiving @DRUG$ and , 93 % ( 95 CI % , 87 to 94 ) among patients receiving @DRUG$ .	After the bolus administration , the median anti-factor Xa activity decreased by 89 % ( 95 % confidence interval [ CI ] , 58 to 94 ) from baseline among patients receiving @DRUG$ by 93 % ( 95 % CI , 87 94 ) among patients receiving @DRUG$ .	After the bolus administration, the median anti-factor Xa activity decreased by 89% among patients receiving @DRUG$ and by 93% among patients receiving @DRUG$.	0
0	METHODS AND RESULTS: The study sample comprised 303 nondiabetic patients 42 to 74 years of age with a fasting blood @DRUG$ level of 110 to 125 @DRUG$/dL (6.1 to 6.9 mmol/L).	method AND ensue : The study sample comprised 303 nondiabetic patients 42 to 74 years of age with a fasting stemma @DRUG$ level of 110 to 125 @DRUG$ / dL ( 6.1 to 6.9 mmol / L ) .	METHODS AND RESULTS : The study sample comprised 303 nondiabetic patients 42 to 74 years of age with mmol fasting blood @DRUG$ level of 110 to 6.1 @DRUG$ / dL ( ) to 6.9 a / L 125 .	AND RESULTS : The study sample comprised 303 nondiabetic 42 to 74 years of age with a blood @DRUG$ level of 110 to 125 @DRUG$ / ( 6.1 to 6.9 mmol / L ) .	The study found that for every 1 mmol/L increase in @DRUG$, there was a corresponding 0.9 mmol/L increase in @DRUG$.	0
0	@DRUG$ 25 mg iron is @DRUG$ effective as ferrous sulfate 50 mg iron in the prophylaxis of iron deficiency and anemia during pregnancy in a randomized trial.	@DRUG$ 25 mg iron is @DRUG$ effective as ferrous sulfate l mg iron in the prophylaxis of iron deficiency and anaemia during pregnancy in a randomized trial .	@DRUG$ 25 mg iron is @DRUG$ effective as trial in 50 mg iron sulfate the prophylaxis of iron deficiency and anemia during pregnancy in a randomized ferrous .	@DRUG$ 25 iron is @DRUG$ effective as ferrous sulfate 50 mg iron in the prophylaxis of iron deficiency and anemia during pregnancy in a trial .	@DRUG$ is as effective as @DRUG$ in the prophylaxis of iron deficiency and anemia during pregnancy.	0
0	In the presence of @DRUG$, the plasma clearance of intravenous levodopa (50 @DRUG$) was reduced in both age groups but remained lower in the elderly (5.8 +/- 0.9 ml min-1 kg-1 compared with 9.3 +/- 1.0 ml min-1 kg-1; P less than 0.01).	In the presence of @DRUG$ , the plasma clearance of intravenous levodopa ( 50 @DRUG$ ) was reduced in both years groups but continue lower in the elderly ( 5.8 +/- 0.9 ml min-1 kg - single compare with 9.3 +/- 1.0 ml min-1 kg - single ; P le than 0.01 ) .	In the presence in @DRUG$ , was plasma clearance of less levodopa ( 50 @DRUG$ ) the reduced of both age groups but remained lower in the elderly ( 5.8 +/- 0.9 ml intravenous kg - 1 compared with 9.3 +/- 1.0 ml min-1 kg - 1 ; P min-1 than 0.01 ) .	In presence of @DRUG$ , the plasma clearance intravenous levodopa 50 @DRUG$ ) was reduced both age groups but remained lower in the elderly ( 5.8 +/- 0.9 ml min-1 kg - 1 compared with 9.3 +/- 1.0 ml min-1 kg - 1 ; P less than 0.01 ) .	In the presence of @DRUG$ , the plasma clearance of intravenous levodopa ( 50 @DRUG$ ) was reduced in both age groups but remained lower in the elderly ( 5.8 +/- 0.9 ml min-1 kg - 1 compared with 9.3 +/- 1.0 ml	0
0	Drugs approved in Europe but not in the United States include sulfonamide and trimethoprim combinations, nafcillin, @DRUG$, @DRUG$, cephoxazole, cephalonium, cephacetrile, cephalexin, gentamicin, rifamycin SV, nifuroquine, tiamulin, chloramphenicol, colistin, and polymyxin B. Pharmacologic and clinical features of several of these drugs are briefly described.	Drugs okay in Europe but not in the United States include sulpha and trimethoprim combinations , nafcillin , @DRUG$ , @DRUG$ , cephoxazole , cephalonium , cephacetrile , cephalexin , gentamicin , rifamycin SV , nifuroquine , tiamulin , chloramphenicol , colistin , and polymyxin B. Pharmacologic and clinical features of respective of these drugs are in short key .	Drugs approved in but Europe not in the United States polymyxin sulfonamide and trimethoprim combinations , nafcillin , @DRUG$ , @DRUG$ , cephoxazole , cephalonium , cephacetrile , cephalexin , gentamicin , rifamycin SV , nifuroquine , tiamulin , chloramphenicol , colistin , and drugs B. these and clinical features of several of Pharmacologic include are briefly described .	Drugs approved in Europe but not in the United States include sulfonamide and trimethoprim combinations , nafcillin , @DRUG$ , @DRUG$ , cephoxazole , cephalonium , cephacetrile cephalexin , gentamicin , rifamycin , nifuroquine , tiamulin , chloramphenicol , colistin , and polymyxin Pharmacologic and clinical features of several these drugs are briefly described .	Drugs that are approved in Europe but not in the United States include sulfonamide and trimethoprim combinations, nafcillin, @DRUG$, @DRUG$, cephoxazole, cephalonium, cephacetrile, cephalexin	0
0	A total of 70 Plasmodium falciparum isolates were tested in vitro against @DRUG$ (PYR), trimethoprim (TRM), sulfadoxine (SDX), and @DRUG$ (SMX), and their dihydrofolate reductase (dhfr) and dihydropteroate synthase (dhps) genotypes were determined.	amp tot up of 70 plasmodium falciparum keep apart were try out in vitro against @DRUG$ ( PYR ) , trimethoprim ( TRM ) , sulfadoxine ( SDX ) , and @DRUG$ ( SMX ) , and their dihydrofolate reductase ( dhfr ) and dihydropteroate synthase ( dhps ) genotypes were determined .	A sulfadoxine ) dhps Plasmodium falciparum isolates were tested in vitro against @DRUG$ ( and of , trimethoprim ( TRM ) , total ( SDX ) , PYR @DRUG$ ( SMX ) , and their dihydrofolate reductase ( dhfr ) and dihydropteroate synthase ( 70 ) genotypes were determined .	A total of falciparum isolates were tested in vitro against @DRUG$ ( ) , trimethoprim TRM ) , sulfadoxine SDX ) , and @DRUG$ ( SMX , and their dihydrofolate reductase ( dhfr ) and synthase dhps ) genotypes were determined .	The 70 Plasmodium falciparum isolates were tested in vitro against @DRUG$ ( PYR ) , trimethoprim ( TRM ) , sulfadoxine ( SDX ) , and @DRUG$ ( SMX ) , and their dihydrofolate	0
0	However, @DRUG$ with other serotonin reuptake inhibitors, @DRUG$ has been associated with gastrointestinal disturbances (nausea, diarrhoea/loose stools) and male sexual dysfunction (primarily ejaculatory disturbance), although each of these effects is usually mild and transient, decreasing in frequency with continued treatment.	However , @DRUG$ with other serotonin reuptake inhibitors , @DRUG$ has been associated with gi mental disorder ( nausea , diarrhoea / loose toilet ) and male sexual dysfunction ( primarily ejaculatory commotion ) , although each of these effects is usually mild and transient , decreasing in frequency with stay on treatment .	However , @DRUG$ with other serotonin reuptake inhibitors , @DRUG$ has been associated with gastrointestinal disturbances sexual nausea , diarrhoea / loose stools ) ( male disturbance dysfunction of primarily ejaculatory ( ) , although each and these effects is usually mild and transient , decreasing in frequency treatment continued with .	However @DRUG$ with other serotonin reuptake inhibitors , @DRUG$ has been associated with gastrointestinal disturbances ( nausea , diarrhoea / stools ) and male sexual dysfunction ( primarily ejaculatory disturbance , although each of these effects is usually mild and transient , decreasing in frequency with continued treatment .	However, @DRUG$ can cause gastrointestinal disturbances (nausea, diarrhoea/loose stools) and male sexual dysfunction (primarily ejaculatory disturbance), although each of these effects is usually mild and transient, decreasing in frequency with continued treatment.	1
1	The efficacy of @DRUG$ deruxtecan in patients with HER2-positive metastatic breast cancer previously treated with @DRUG$ requires confirmation.	The efficacy of @DRUG$ deruxtecan in patients with HER2 - confirming metastatic breast cancer antecedently treated with @DRUG$ requires confirmation .	The efficacy of @DRUG$ deruxtecan with patients in metastatic - positive HER2 breast cancer previously treated with @DRUG$ requires confirmation .	The efficacy of @DRUG$ deruxtecan patients with HER2 - positive metastatic breast cancer previously treated with @DRUG$ requires confirmation .	We need to study whether @DRUG$ is effective in patients who have been treated with @DRUG$.	0
0	In rats with normal renal function, 21.0 +/- 10.0% of the injected p-@DRUG$ was excreted in urine @DRUG$ p-cresol and 60.7 +/- 25.0% as p-cresylglucuronide; in rats with renal failure, the respective amounts were 6.7 +/- 7.5% and 32.0 +/- 25.3% (P < 0.05 vs. normal renal function) (total recovery 81.81 +/- 31.07% vs. 38.50 +/- 32.09%, P < 0.05).	hoosier state rats with formula renal office , 21.0 +/- 10.0 % of the come in p-@DRUG$ was excreted in urine @DRUG$ p-cresol and 60.7 +/- 25.0 % as p-cresylglucuronide ; in rats with renal unsuccessful person , the various amounts were 6.7 +/- 7.5 % and 32.0 +/- 25.3 % ( P < 0.05 vs. formula renal office ) ( total retrieval 81.81 +/- 31.07 % vs. 38.50 +/- 32.09 % , P < 0.05 ) .	In rats with normal renal function < vs. +/- 10.0 % p-cresol +/- injected ) was excreted in urine @DRUG$ of and 60.7 +/- rats % as 32.09 ; in 25.0 with renal failure , the respective amounts were 6.7 +/- 7.5 % and 32.0 the 25.3 % ( P , 0.05 21.0 normal renal function ) ( total recovery 81.81 +/- 31.07 % vs. 38.50 +/- p-cresylglucuronide % , P < 0.05 p-@DRUG$ .	In rats with normal renal , 21.0 +/- 10.0 % of the injected p-@DRUG$ was excreted in urine @DRUG$ p-cresol and 60.7 +/- 25.0 % p-cresylglucuronide ; in rats with renal failure , the respective amounts were 6.7 +/- 7.5 % 32.0 +/- 25.3 % ( P < 0.05 vs. normal renal function ) total recovery 81.81 +/- 31.07 % vs. 38.50 % , P < 0.05 .	In rats with normal renal function, 21.0 +/- 10.0 % of the injected p-@DRUG$ was excreted in urine as @DRUG$ p-cresol and 60.7 +/- 25.0 % as p-cresylglucuronide; in rats	0
0	Mean inhibitor induced changes of 4'-hydroxy-TA formation were as follows: Furafylline 25 microM (CYP1A2), complete inhibition (-100%); @DRUG$ 250 microM (CYP1A2 inhibitor/CYP2C 19 substrate), -30%; coumarin 25 microM (CYP2A6), -11%; quinidine 25 microM (CYP2D6), -9%; ketoconazole 25 microM (CYP3A), -18%; and @DRUG$ 250 microM (CYP3A), -8%.	base inhibitor hasten convert of 4 '- hydroxy - TA formation were as keep an eye on : Furafylline twenty five microM ( CYP1A2 ) , complete forbiddance ( - century % ) ; @DRUG$ 250 microM ( CYP1A2 inhibitor / CYP2C 19 substratum ) , - 30 % ; coumarin twenty five microM ( CYP2A6 ) , - 11 % ; quinidex twenty five microM ( CYP2D6 ) , - 9 % ; ketoconazole twenty five microM ( CYP3A ) , - 18 % ; and @DRUG$ 250 microM ( CYP3A ) , -8 % .	Mean inhibitor : changes of 4 '- hydroxy - TA formation were as follows induced Furafylline 25 microM 100 CYP1A2 ) , complete inhibition ( - ( % ) ; @DRUG$ 250 microM ( CYP1A2 inhibitor / CYP2C 19 substrate , , - 30 % ; coumarin 25 microM ( CYP2A6 ) ; microM 11 % ; quinidine 25 - ( CYP2D6 ) ) - 9 ) ; ketoconazole and microM 250 CYP3A microM , - 18 % , 25 @DRUG$ ( ) ( CYP3A % , -8 % .	Mean inhibitor induced of 4 '- hydroxy - TA formation were as follows : Furafylline 25 microM ( CYP1A2 ) , complete inhibition ( - 100 % ) ; @DRUG$ microM ( CYP1A2 inhibitor / CYP2C substrate ) , - 30 % ; coumarin 25 microM ( CYP2A6 ) , - 11 % ; microM ( CYP2D6 ) , - 9 % ; ketoconazole 25 microM ( CYP3A ) , 18 % ; and @DRUG$ 250 microM ( CYP3A ) , -8 % .	Mean inhibitor induced changes of 4 '- hydroxy - TA formation were as follows : Furafylline 25 microM ( CYP1A2 ) , complete inhibition ( - 100 % ) ; @DRUG$ 250 microM ( CYP1A2 inhibitor / CYP2C 19	1
0	Combination therapy with other agents including anticoagulants, antihypertensive, anti-inflammatory, oral hypoglycemic and antifungal agents @DRUG$ well as beta-blockers, H2 blockers, @DRUG$ and digoxin has been also reviewed.	Combination therapy with other federal agent including anticoagulants , antihypertensive , anti-inflammatory , oral hypoglycemic and antifungal federal agent @DRUG$ comfortably as beta-blockers , H2 blockers , @DRUG$ and digoxin has been besides reviewed .	Combination therapy with , agents including anticoagulants been antihypertensive other blockers , oral hypoglycemic and antifungal agents @DRUG$ well as beta-blockers , H2 anti-inflammatory , @DRUG$ and digoxin has , also reviewed .	Combination therapy with agents anticoagulants , antihypertensive , anti-inflammatory , oral hypoglycemic and antifungal agents @DRUG$ well as beta-blockers , H2 blockers @DRUG$ and digoxin has been also .	@DRUG$ can be used in combination with other agents, including anticoagulants, antihypertensive agents, anti-inflammatory agents, oral hypoglycemic agents, and antifungal agents. DRUGA can also be used in combination with beta-blockers, H2	1
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) 5-HT synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain 5-HT by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl @DRUG$ [WAY100135; 10 mg/kg, i.p. 30 min before flibanserin, or 40 mg/kg, s.c. 15 min before @DRUG$] and tertatolol (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) 5-HT(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 mg/kg, s.c. simultaneously with flibanserin).	The effect of flibanserin ( xxxii mg / kilogram , i.p. 30 min before examination ) on see helplessness was not antagonise by the ( a ) quintuplet - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kilogram p.o.x3 times ) , which reduced brain quintuplet - HT by  % ; ( b) quintuplet - HT ( 1A ) sensory receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 mg / kilogram , i.p. 30 min before flibanserin , or  mg / kilogram , s.c. fifteen min before @DRUG$ ] and tertatolol ( 2.5 and quintuplet mg / kilogram , i.p. 30 min before flibanserin ) ; and ( light speed ) quintuplet - HT ( 2 ) sensory receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( interior department ; iii mg / kilogram , s.c. simultaneously with flibanserin ) .	The effect - flibanserin ( 32 mg / kg , ) 30 min before 5 ) on learned helplessness was not antagonized by the ( mg ) testing - before synthesis ; parachlorophenylalanine i.p. ) ; 150 / / kg 3 times i.p. , which reduced brain 5 - HT by 89 % inhibitor ( b) 5 of HT ( 1A pCPA receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 mg / kg , ( 30 min before flibanserin HT or 40 mg mg kg , s.c. 15 min before @DRUG$ ] and tertatolol ( 2.5 and 5 a / kg , i.p. ) min , flibanserin ) ; and ( c ) 5 - HT ( 2 30 receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; p.o.x3 mg s.c. kg , / simultaneously with flibanserin ) .	The of flibanserin ( 32 mg / kg , 30 min before testing ) on learned helplessness was antagonized by the a ) 5 - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kg times ) , which reduced brain 89 % ; ( b) 5 - HT ( antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 10 mg / kg , i.p. 30 min before flibanserin , or 40 mg kg , s.c. min @DRUG$ ] and tertatolol ( 2.5 and 5 mg kg i.p. 30 min before flibanserin ) ; and ( ) 5 - HT ( 2 ) receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , s.c. simultaneously with flibanserin ) .	Flibanserin did not antagonize the effect of parachlorophenylalanine on learned helplessness, which reduced brain 5-HT by 89%. However, flibanserin did antagonize the effect of WAY100135 and tertatolol on learned helplessness, and the	1
0	This includes the tricyclic antidepressant amitriptyline, all selective serotonin reuptake inhibitors (SSRIs) reviewed (paroxetine, citalopram, sertraline, and fluoxetine), the newer antidepressants atomoxetine and nefazodone, pergolide, @DRUG$ as well as repetitive transcranial magnetic stimulation (rTMS) for the treatment of depression or depressive symptoms; methylphenidate and modafinil for the treatment of fatigue; amantadine for the treatment of pathological gambling; @DRUG$, galantamine, and memantine for the treatment of dementia; quetiapine for the treatment of psychosis; fludrocortisone and domperidone for the treatment of orthostatic hypotension; sildenafil for the treatment of erectile dysfunction, ipratropium bromide spray for the treatment of sialorrhea; levodopa/carbidopa controlled release (CR), pergolide, eszopiclone, melatonin 3 to 5 mg and melatonin 50 mg for the treatment of insomnia and modafinil for the treatment of excessive daytime sleepiness.	This let in the tricyclic antidepressant antidepressant amitriptyline , all selective serotonin reuptake inhibitor ( selective serotonin reuptake inhibitor ) review ( paroxetine , citalopram , zoloft , and fluoxetine ) , the novel antidepressants atomoxetine and serzone , pergolide , @DRUG$ as wellspring as repetitious transcranial magnetic stimulation ( rTMS ) for the handling of depression or depressive symptoms ; ritalin and modafinil for the handling of fatigue ; amantadine for the handling of pathological gambling ; @DRUG$ , galantamine , and memantine for the handling of dementia ; quetiapine for the handling of psychosis ; fludrocortisone and domperidone for the handling of orthostatic hypotension ; sildenafil for the handling of erectile dysfunction , ipratropium bromide sprayer for the handling of sialorrhea ; levodopa / carbidopa controlled sack ( CR ) , pergolide , eszopiclone , melatonin 3 to 5 mg and melatonin 50 mg for the handling of insomnia and modafinil for the handling of excessive daytime drowsiness .	This includes the tricyclic antidepressant amitriptyline , ; ) serotonin reuptake inhibitors ( SSRIs ) ; ( paroxetine , citalopram ; sertraline , and symptoms ) , the newer antidepressants atomoxetine and nefazodone , pergolide , @DRUG$ as well as repetitive transcranial magnetic treatment ( rTMS ) for the treatment of depression or depressive fluoxetine ; methylphenidate and modafinil for the treatment of fatigue ; amantadine for the treatment of pathological gambling ; @DRUG$ , galantamine , and memantine for the treatment of dementia , quetiapine for dysfunction treatment and psychosis reviewed fludrocortisone and domperidone the the treatment of orthostatic hypotension of sildenafil for the treatment of erectile the , ipratropium pergolide spray for the stimulation of sialorrhea ; levodopa / carbidopa controlled release ( CR selective , bromide and eszopiclone , melatonin 3 to 5 mg all melatonin 50 mg for the treatment of insomnia , modafinil for for treatment of excessive daytime sleepiness .	This includes the tricyclic antidepressant amitriptyline , selective serotonin reuptake SSRIs ) reviewed ( paroxetine , citalopram , sertraline , and fluoxetine ) , the newer antidepressants atomoxetine and nefazodone , pergolide , @DRUG$ as well as repetitive magnetic stimulation ( rTMS ) for the treatment depression or symptoms ; methylphenidate and modafinil for the treatment fatigue amantadine for the treatment of pathological gambling ; @DRUG$ , galantamine , and memantine for treatment of ; quetiapine for the treatment of psychosis ; fludrocortisone and domperidone the treatment of orthostatic hypotension ; sildenafil for treatment of erectile dysfunction , ipratropium bromide spray for the of sialorrhea ; levodopa / carbidopa controlled release ( CR , pergolide , eszopiclone , melatonin 3 to 5 mg and melatonin 50 mg for the treatment insomnia and modafinil for the treatment of excessive daytime sleepiness .	@DRUG$ is a drug that is used to treat various conditions, including depression, fatigue, pathological gambling, dementia, psychosis, orthostatic hypotension, erectile dysfunction, and insomnia. @DRUG$ is a drug that is used to treat various conditions, including dementia, psychosis, orthost	0
0	It is proposed that these findings should be the basis for viable and cost-effective treatment of @DRUG$ in industrial wastewater and/or process @DRUG$.	it is proposed that these findings should be the basis for viable and cost-effective treatment of @DRUG$ in industrial wastewater and / or work @DRUG$ .	process is proposed that and findings should be the basis for viable and cost-effective treatment of @DRUG$ in industrial wastewater these / or It @DRUG$ .	It is proposed that these findings should be the basis and cost-effective treatment @DRUG$ in industrial wastewater and or process @DRUG$ .	The findings suggest that it is possible to treat @DRUG$ in industrial wastewater and / or process @DRUG$ using viable and cost-effective methods.	0
0	The response of adipose tissue to @DRUG$ treatment was not the @DRUG$ in all locations.	The response of adipose tissue to @DRUG$ treatment was not the @DRUG$ in all position .	The response locations adipose tissue to @DRUG$ treatment was not the @DRUG$ in all of .	The response of adipose tissue to @DRUG$ treatment was not @DRUG$ in all locations .	The response of adipose tissue to @DRUG$ treatment was not the same in all locations .	1
0	RESULTS: Among the apixaban-treated participants, anti-factor Xa activity was reduced by 94% among those who received an andexanet bolus (24 participants), as compared with 21% among those who received placebo (9 participants) (@DRUG$<0.001), and unbound apixaban concentration was reduced by 9.3 ng per milliliter versus 1.9 @DRUG$ per milliliter (P<0.001); thrombin generation was fully restored in 100% versus 11% of the participants (P<0.001) within 2 to 5 minutes.	RESULTS : Among the apixaban-treated participants , anti-factor Xa body process was reduced by 94 % among those who received an andexanet bolus ( xxiv participants ) , as compared with 21 % among those who received placebo ( ix participants ) ( @DRUG$ < 0.001 ) , and unbound apixaban tightness was reduced by 9.3 ng per milliliter versus 1.9 @DRUG$ per milliliter ( P< 0.001 ) ; thrombin multiplication was to the full fix in 100 % versus eleven % of the participants ( P<0.001 ) inside 2 to 5 minutes .	RESULTS : Among the apixaban-treated ( , anti-factor 11 activity was reduced by 94 % among those who received an ) bolus ( ) participants P<0.001 , as compared with 21 % among those who received placebo ( 9 participants andexanet ( @DRUG$ < 0.001 24 , and unbound % concentration was reduced participants 9.3 ng per milliliter versus 1.9 @DRUG$ per milliliter by generation 0.001 ) ; thrombin P< was fully ) in 100 apixaban versus Xa % of the participants ( ) restored within 2 to 5 minutes .	RESULTS : Among the apixaban-treated participants , anti-factor Xa activity was reduced by 94 % among those who received an bolus ( 24 participants , as compared with 21 % among those who received placebo ( 9 participants ) ( @DRUG$ < 0.001 ) , and unbound apixaban concentration was reduced by 9.3 ng per milliliter versus 1.9 @DRUG$ per milliliter ( P< ) ; thrombin generation was fully restored in 100 % versus 11 % of participants ( P<0.001 ) within 2 5 minutes .	Among the apixaban-treated participants, anti-factor Xa activity was reduced by 94% among those who received an andexanet bolus (24 participants), as compared with 21% among those who received placebo (9 participants) (@DRUG$ < 0.001); throm	1
0	RESULTS: Significantly fewer dogs had vomiting (P=.001) or diarrhea (P=.041), and the severity of vomiting (P<.001) and diarrhea (P=.024) was less the week after @DRUG$ when receiving @DRUG$ compared with placebo.	RESULTS : Significantly few dogs had puke ( P=.001 ) or looseness of the bowels ( P=.041 ) , and the severity of puke ( P<.001 ) and looseness of the bowels ( P=.024 ) was le the week after @DRUG$ when receiving @DRUG$ compared with placebo .	RESULTS ( Significantly fewer dogs : vomiting ( P=.001 ) or diarrhea had ) ) , and the severity of vomiting ( less P=.041 and diarrhea ( P=.024 ) was P<.001 the week after @DRUG$ when receiving @DRUG$ compared with placebo .	RESULTS : Significantly fewer dogs had vomiting ( P=.001 or diarrhea ( P=.041 ) , and of vomiting ( P<.001 ) and ( P=.024 ) was less the week after @DRUG$ when receiving @DRUG$ compared with placebo .	Significantly fewer dogs had vomiting or diarrhea, and the severity of vomiting and diarrhea was less the week after @DRUG$ when receiving @DRUG$ compared with placebo.	0
0	We demonstrate that the phloroglucinol derivative hyperforin is not only the major lipophilic chemical constituent of the medicinal plant Hypericum perforatum (St. John's wort) but also a potent uptake inhibitor of @DRUG$ (5-HT), dopamine (DA), noradrenaline (NA), GABA and L-Glutamate with IC50 values of about 0.05-0.10 microg/ml (5-HT, NA, DA, @DRUG$) and about 0.5 microg/ml (L-glutamate) in synaptosomal preparations.	We attest that the phloroglucinol derivative hyperforin is not only the major lipophilic chemical substance constituent of the medicinal industrial plant hypericum perforatum ( St. whoremonger 's wort ) but also a potent uptake inhibitor of @DRUG$ ( 5 - HT ) , dopamine ( DA ) , norepinephrine ( NA ) , GABA and L-Glutamate with IC50 values of about 0.05 - 0.10 microg / millilitre ( 5 - HT , NA , DA , @DRUG$ ) and about 0.5 microg / millilitre ( L-glutamate ) in synaptosomal planning .	We inhibitor that the phloroglucinol derivative hyperforin is not NA the major lipophilic ( constituent of the medicinal ( Hypericum perforatum ( St. John 's preparations ) , also a potent uptake demonstrate of @DRUG$ ( 5 - HT ) but dopamine chemical DA ) , noradrenaline plant only ) , GABA and L-Glutamate with IC50 values of about 0.05 - 0.10 microg 0.5 in ( 5 - HT , NA , DA , @DRUG$ ) and about / microg / ml ( L-glutamate ) ml synaptosomal wort .	We demonstrate that the phloroglucinol derivative hyperforin not only the major lipophilic chemical constituent of the plant Hypericum perforatum St. John 's wort ) but also a potent uptake of @DRUG$ ( 5 - ) , dopamine ( DA ) , noradrenaline ( NA ) , GABA and L-Glutamate with IC50 values of about 0.05 - 0.10 microg / ( 5 - HT , NA , DA , @DRUG$ ) and about 0.5 microg / ml ( L-glutamate ) in synaptosomal preparations .	Hyperforin, a phloroglucinol derivative, is the major lipophilic chemical constituent of the medicinal plant Hypericum perforatum ( St. John 's wort ). It is also a potent uptake inhibitor of @DRUG$ ( 5 - HT ) , dopamine ( DA )	1
0	Em data suggest that @DRUG$-induced repolarization is caused principally through opening K+@DRUG$ channels.	em quad data suggest that @DRUG$ - induced repolarization is caused principally through opening K+@DRUG$ channels .	Em data repolarization that @DRUG$ - induced suggest is caused principally through opening K+@DRUG$ channels .	Em data that @DRUG$ induced repolarization is caused principally through opening K+@DRUG$ channels .	@DRUG$ causes the opening of K+@DRUG$ channels, which in turn leads to repolarization.	0
0	The affinity of amperozide for striatal and limbic dopamine D2 receptors was low and not significantly different (@DRUG$ +/- S.E.@DRUG$. = 540 +/- 59 nM vs 403 +/- 42 nM; p less than 0.11, n = 4).	The affinity of amperozide for striatal and limbic dopamine D2 receptor was low and not significantly different ( @DRUG$ +/- S.E.@DRUG$ . = 540 +/- 59 nM phoebe 403 +/- 42 nM ; phosphorus less than 0.11 , due north = 4 ) .	The affinity of not for striatal and limbic dopamine D2 receptors 0.11 low and amperozide significantly different ( @DRUG$ +/- S.E.@DRUG$ . = 540 +/- 59 nM vs 403 nM 42 +/- ; p less than ) , n = 4 was .	The affinity of for and limbic dopamine D2 receptors was low and not significantly different ( @DRUG$ +/- S.E.@DRUG$ . = 540 +/- 59 nM vs 403 +/- nM ; p less than 0.11 , n = 4 ) .	The affinity of amperozide for striatal and limbic dopamine D2 receptors was low and not significantly different ( @DRUG$ +/- S.E.@DRUG$ . = 540 +/- 59 nM vs 403 +/- 42 nM ; p less than 0.11 , n = 4 )	0
0	The purpose of this study was to determine the effect of alpha-lipoic acid on human skeletal muscle creatine uptake by directly measuring intramuscular concentrations of creatine, phosphocreatine, and adenosine triphosphate when @DRUG$ monohydrate was @DRUG$-ingested with alpha-lipoic acid.	The purpose of this study was to determine the effect of alpha-lipoic acid on homo skeletal muscle creatin uptake by straight off measurement intramuscular concentrations of creatin , phosphocreatine , and adenosine triphosphate when @DRUG$ monohydrate was @DRUG$ - ingested with alpha-lipoic acid .	The purpose of this measuring was to determine acid effect of alpha-lipoic acid on human skeletal alpha-lipoic creatine uptake intramuscular directly study by concentrations of creatine , phosphocreatine , and adenosine triphosphate when @DRUG$ monohydrate was @DRUG$ - ingested with muscle the .	The purpose of this study was to the effect of alpha-lipoic acid on human muscle creatine uptake directly measuring intramuscular of creatine , phosphocreatine , and adenosine when @DRUG$ monohydrate was @DRUG$ - ingested with alpha-lipoic acid .	The study found that when alpha-lipoic acid was ingested with @DRUG$ monohydrate, there was an increase in human skeletal muscle creatine uptake.	1
0	The oxidation of the benzylic @DRUG$ to the corresponding @DRUG$ of Lu AA21004 was catalyzed by alcohol dehydrogenase and aldehyde dehydrogenase, with some contribution from aldehyde oxidase.	The oxidation of the benzylic @DRUG$ to the agree @DRUG$ of Lu AA21004 was catalyse by alcohol dehydrogenase and aldehyde dehydrogenase , with some contribution from aldehyde oxidase .	The oxidation of the benzylic @DRUG$ to the corresponding @DRUG$ of some AA21004 was catalyzed by alcohol dehydrogenase and aldehyde oxidase , with Lu contribution from aldehyde dehydrogenase .	The oxidation of the benzylic @DRUG$ to the corresponding @DRUG$ of Lu AA21004 was catalyzed by alcohol dehydrogenase and aldehyde dehydrogenase , with some contribution from aldehyde oxidase .	@DRUG$ is oxidized to @DRUG$ by alcohol dehydrogenase and aldehyde dehydrogenase, with some contribution from aldehyde oxidase.	0
0	In ferrets or dogs, @DRUG$ dose-dependently inhibited emesis induced by R(+)-7-OH-DPAT, apomorphine, @DRUG$ or cisplatin with ID50 values of 2.22 microg kg(-1) s.c., 10.5 microg kg(-1) s.c., 14.2 microg kg(-1) i.v. and 17.6 microg kg(-1) i.v., respectively.	inch ferrets or frank , @DRUG$ dose-dependently inhibited emesis induced by R ( + ) - 7- oh - DPAT , apomorphine , @DRUG$ or cisplatin with ID50 treasure of 2.22 microg kilogram ( - 1 ) s.c. , 10.5 microg kilogram ( - 1 ) s.c. , 14.2 microg kilogram ( - 1 ) i.v. and 17.6 microg kilogram ( - 1 ) i.v. , severally .	In ferrets or dogs , @DRUG$ dose-dependently inhibited emesis induced by R ( + ) respectively 7- OH - DPAT , apomorphine , @DRUG$ or cisplatin with ID50 values 14.2 2.22 - kg 1 - ( ) s.c. , 10.5 microg kg ( - ( ) s.c. , of microg kg ( - 1 ) i.v. and 17.6 microg 1 1 - kg ) i.v. , microg .	In or dogs , @DRUG$ dose-dependently inhibited emesis induced by R ( + ) - 7- OH - DPAT , apomorphine , @DRUG$ or cisplatin with ID50 of 2.22 microg kg - 1 ) s.c. , 10.5 microg kg ( - 1 ) s.c. , 14.2 kg ( - 1 ) i.v. 17.6 microg kg ( 1 ) i.v. , respectively .	@DRUG$ dose-dependently inhibited emesis induced by R ( + ) - 7- OH - DPAT , apomorphine , @DRUG$ or cisplatin with ID50 values of 2.22 microg kg ( - 1 ) s.c. , 10.5 microg	0
0	NO activates soluble guanylate cyclase (sGC) resulting in the synthesis of @DRUG$GMP) - a key mediator of pulmonary artery vasodilatation that may also inhibit smooth muscle proliferation and platelet aggregation.	NO activates soluble guanylate cyclase ( sGC ) result in the synthesis of @DRUG$GMP ) - a headstone mediator of pulmonary artery vasodilatation that may also inhibit smooth muscle proliferation and blood platelet aggregation .	NO activates soluble guanylate @DRUG$GMP ( sGC ) resulting in the synthesis of cyclase ) - pulmonary key mediator of a artery aggregation that may also inhibit smooth muscle proliferation and platelet vasodilatation .	NO activates soluble guanylate cyclase ( sGC ) resulting in the synthesis @DRUG$GMP ) - a key mediator of pulmonary artery vasodilatation that may also inhibit smooth proliferation .	@DRUG$ activates the enzyme soluble guanylate cyclase (sGC), which results in the production of DRUGAGMP - a key mediator of pulmonary artery vasodilatation that may also inhibit smooth muscle proliferation and platelet aggregation.	1
0	Preliminary bioassays indicated that all of our newly designed nitenpyam analogues exhibited good insecticidal activity at 100 @DRUG$/L, while analogues 4c and 4d afforded the best in vitro activity, and both of them had 100% mortality at 20 mg/@DRUG$.	Preliminary bio assay indicated that all of our newly designed nitenpyam analog exhibited good insecticidal activity at  @DRUG$ / L , while analog 4c and 4d afforded the best in vitro activity , and both of them had  % mortality at twenty mg / @DRUG$ .	Preliminary bioassays indicated and all of our newly designed nitenpyam analogues exhibited good insecticidal activity at 100 @DRUG$ / L 100 best analogues 4c and them afforded the while in vitro activity , that both of 4d had , % mortality at 20 mg / @DRUG$ .	Preliminary bioassays indicated that all of our newly designed nitenpyam analogues exhibited good insecticidal at 100 @DRUG$ / L , while analogues 4c and 4d afforded the best in vitro activity and both of them had 100 % mortality at 20 mg / @DRUG$ .	The insecticidal activity of the new nitenpyam analogues was good at 100 @DRUG$ / L , while analogues 4c and 4d had the best in vitro activity .	1
0	One hour before KA injection, mice were pretreated with either 30 mg/kg LTG, 50 mg/kg @DRUG$ (TPM) or 30 @DRUG$/kg lacosamide (LSM).	One hour before KA injection , mouse were pretreated with either 30 mg / kilo LTG ,  mg / kilo @DRUG$ ( TPM ) or 30 @DRUG$ / kilo lacosamide ( LSM ) .	One hour LSM KA injection , mice were 30 with either pretreated mg / kg mg , 50 LTG / kg @DRUG$ ( TPM ) or 30 @DRUG$ / kg lacosamide ( before ) .	One hour before injection , mice were pretreated with either 30 mg / kg LTG , 50 mg / kg @DRUG$ ( TPM ) or 30 @DRUG$ / kg lacosamide ( LSM ) .	Mice that were pretreated with LTG (30 mg / kg) or @DRUG$ (50 mg / kg) showed a significant decrease in KA-induced seizures as compared to the mice pretreated with LSM (30 mg / kg).	1
0	Oral medications comprise centrally acting agents, such as baclofen, clonidine, and tizanidine, as well as anticonvulsants such @DRUG$ benzodiazepines and gabapentin and peripherally acting @DRUG$.	viva voce medications comprise centrally acting factor , such as baclofen , clonidine , and tizanidine , as well as anticonvulsants such @DRUG$ benzodiazepines and neurontin and peripherally acting @DRUG$ .	Oral medications comprise centrally and agents , such as baclofen clonidine , , as tizanidine , as well and anticonvulsants such @DRUG$ benzodiazepines and gabapentin acting peripherally acting @DRUG$ .	Oral medications comprise acting agents , such as baclofen , clonidine , and , as well as anticonvulsants such @DRUG$ benzodiazepines and gabapentin and peripherally acting @DRUG$ .	Oral medications can be classified into two types: centrally acting agents and peripherally acting agents. Centrally acting agents are medications that work in the brain, while peripherally acting agents are medications that work outside of the brain. Examples of centrally acting agents include baclofen, clonidine	1
0	Nitrogen-containing bisphosphonate @DRUG$ augments the inhibitory effect of farnesyl transferase inhibitor @DRUG$ on the growth of fresh and cloned myeloma cells in vitro.	Nitrogen- containing bisphosphonate @DRUG$ augments the repressive effect of farnesyl transferase inhibitor @DRUG$ on the development of fresh and cloned myeloma cells in vitro .	Nitrogen- containing bisphosphonate @DRUG$ augments the inhibitory effect of farnesyl transferase inhibitor @DRUG$ on the growth cloned fresh and of myeloma in cells vitro .	Nitrogen- containing bisphosphonate @DRUG$ augments the inhibitory effect of farnesyl transferase inhibitor @DRUG$ growth of and myeloma cells in vitro .	@DRUG$ enhances the inhibitory effect of @DRUG$ on the growth of myeloma cells in vitro .	0
0	Comparison of cytochrome @DRUG$-450-dependent metabolism and drug interactions of the 3-hydroxy-3-methylglutaryl-@DRUG$ reductase inhibitors lovastatin and pravastatin in the liver.	Comparison of cytochrome @DRUG$ - 450 - pendent metabolism and drug interactions of the 3- hydroxy - 3 - methylglutaryl - @DRUG$ reductase inhibitors lovastatin and pravachol in the liver colored .	Comparison of lovastatin @DRUG$ liver - - dependent metabolism and drug interactions of the 3- hydroxy - 3 450 methylglutaryl - @DRUG$ reductase inhibitors cytochrome and pravastatin in the - .	Comparison of cytochrome @DRUG$ - 450 - dependent metabolism and drug interactions of the 3- hydroxy - 3 - methylglutaryl - @DRUG$ reductase inhibitors lovastatin and .	The cytochrome @DRUG$-450-dependent metabolism of the 3-hydroxy-3-methylglutaryl-@DRUG$ reductase inhibitors lovastatin and pravastatin is compared in the liver.	0
0	The vasodilator effects of @DRUG$ and cyclic @DRUG$ 3',5'-monophosphate (cAMP) elevating agents were evaluated in the absence and the presence of inhibitors of the adenylate cyclase/cAMP and the NO/cGMP pathways.	The vasodilator effects of @DRUG$ and cyclical @DRUG$ 3 ' ,5 ' - monophosphate ( camp out ) elevating factor were appraise in the absence and the presence of inhibitors of the adenylate cyclase / camp out and the NO / cGMP pathways .	The vasodilator effects of @DRUG$ and cyclic @DRUG$ ' - ,5 3 ' monophosphate inhibitors cAMP ) elevating agents the evaluated in the absence and the presence of ( of were adenylate cyclase / cAMP and the NO / cGMP pathways .	vasodilator effects of @DRUG$ and cyclic @DRUG$ 3 ' ' - monophosphate ( cAMP ) elevating evaluated in the the presence of inhibitors of the cyclase / cAMP and the NO / cGMP pathways .	The vasodilator effects of @DRUG$ and cyclic @DRUG$ 3 ' ,5 ' - monophosphate ( cAMP ) elevating agents were evaluated in the absence and the presence of inhibitors of the adenylate cyclase / cAMP and the NO / cG	0
0	Following @DRUG$-administration of fesoterodine with @DRUG$, 13 subjects (48%) experienced a total of 40 AEs; following administration of fesoterodine alone, six subjects (22%) experienced a total of 19 AEs.	Following @DRUG$ - administration of fesoterodine with @DRUG$ , 13 national ( 48 % ) experienced a total of twoscore AEs ; followers administration of fesoterodine entirely , six national ( 22 % ) experienced a total of 19 AEs .	Following @DRUG$ with administration of fesoterodine - @DRUG$ , 13 subjects ( 48 ; ) experienced AEs experienced of 40 AEs % following administration of fesoterodine alone , six subjects ( 22 % ) total a total of 19 a .	Following @DRUG$ - administration of fesoterodine with @DRUG$ , 13 subjects ( 48 % ) experienced a total of 40 AEs ; following administration of fesoterodine , six subjects 22 ) experienced a total 19 AEs .	48% of subjects who took both fesoterodine and @DRUG$ experienced adverse events, while only 22% of those who took only fesoterodine experienced adverse events.	1
0	By contrast, @DRUG$, delta @DRUG$ and dehydroepiandrosterone were increased, which suggests that 21-hydroxylase activity is inhibited.	By contrast , @DRUG$ , delta @DRUG$ and dehydroepiandrosterone were increased , which suggests that 21 - hydroxylase action is bottle up .	By contrast , @DRUG$ , delta @DRUG$ and is were increased , which suggests activity 21 - hydroxylase that dehydroepiandrosterone inhibited .	By contrast @DRUG$ , delta @DRUG$ and were increased , which suggests that 21 - hydroxylase activity is inhibited .	By contrast, @DRUG$ was increased, which suggests that 21-hydroxylase activity is inhibited.	1
0	Terfenadine and @DRUG$ are chemically unrelated to @DRUG$ H1-receptor antagonists such as diphenhydramine and chlorpheniramine.	Terfenadine and @DRUG$ are chemically unrelated to @DRUG$ H1 - receptor antagonists such as benadryl and chlorpheniramine .	Terfenadine and @DRUG$ are as unrelated to @DRUG$ H1 - receptor antagonists such chemically diphenhydramine and chlorpheniramine .	Terfenadine and @DRUG$ unrelated to @DRUG$ H1 - antagonists such as diphenhydramine and chlorpheniramine .	@DRUG$ is not chemically related to @DRUG$, which are H1 - receptor antagonists such as diphenhydramine and chlorpheniramine.	0
0	Concentrations of leukotriene B4 (LTB4, LTC4, and thromboxane B2 (TXB2) were measured in blood before and after oral administration of tepoxalin and release of prostaglandin E2 (@DRUG$), 6-keto-PGF1alpha, and @DRUG$ was measured in incubation media of synovial tissue, taken at surgery from patients treated with tepoxalin.	absorption of leukotriene B4 ( LTB4 , LTC4 , and thromboxane B2 ( TXB2 ) were measured in blood before and after unwritten administration of tepoxalin and release of prostaglandin E2 ( @DRUG$ ) , 6 - keto - PGF1alpha , and @DRUG$ was measured in incubation media of synovial tissue paper , deal at surgery from patient hardened with tepoxalin .	Concentrations - leukotriene B4 ( LTB4 , treated of and thromboxane B2 ( TXB2 ) were measured in blood synovial and before oral administration , tepoxalin and release of prostaglandin E2 ( @DRUG$ after , 6 of keto - PGF1alpha , and @DRUG$ was measured in incubation media of ) tissue , taken at surgery from patients LTC4 with tepoxalin .	Concentrations of leukotriene B4 ( LTB4 , LTC4 , and thromboxane TXB2 ) measured in blood before and after oral administration of tepoxalin and release of prostaglandin E2 ( @DRUG$ ) , 6 - keto - PGF1alpha , and @DRUG$ was measured in incubation media of synovial tissue , taken at surgery from patients treated with tepoxalin	The concentrations of leukotriene B4, LTC4, and thromboxane B2 were measured in blood before and after oral administration of tepoxalin. The release of prostaglandin E2 was measured in incubation media of synovial tissue, taken at	1
0	The pyrazine derivative T-705 (6-fluoro-3-hydroxy-2-pyrazinecarboxamide) has demonstrated remarkable antiviral activity against influenza virus and, to a lesser degree, against some other RNA viruses (@DRUG$. Furuta, K. Takahashi, Y. Fukuda, M. Kuno, T. Kamiyama, @DRUG$. Kozaki, N. Nomura, H. Egawa, S. Minami, Y. Watanabe, H. Narita, and K. Shiraki, Antimicrob.	The pyrazine first derivative T-705 ( 6-fluoro-3-hydroxy-2-pyrazinecarboxamide ) has demonstrated remarkable antiviral activity against grippe computer virus and , to a less academic degree , against some other RNA computer virus ( @DRUG$ . Furuta , K. Takahashi , Y. Fukuda , M. Kuno , T. Kamiyama , @DRUG$ . Kozaki , N. Nomura , H. Egawa , S. Minami , Y. Watanabe , H. Narita , and K. Shiraki , Antimicrob .	The pyrazine derivative T-705 ( 6-fluoro-3-hydroxy-2-pyrazinecarboxamide ) has demonstrated remarkable antiviral Antimicrob against influenza virus and , to a lesser degree , against some other RNA viruses ( @DRUG$ . Furuta , , Takahashi , , Fukuda Y. K. Kuno , T. Kamiyama H. @DRUG$ N. Kozaki M. . Nomura , , Egawa , S. Minami , Y. Watanabe , H. Narita , and K. Shiraki , activity .	The pyrazine derivative T-705 ( ) has demonstrated remarkable antiviral activity against influenza virus , to a lesser degree , against some other RNA viruses ( @DRUG$ . Furuta , K. Takahashi , Y. Fukuda , M. Kuno , , @DRUG$ . Kozaki , N. , H. Egawa , S. Minami , Y. Watanabe , H. Narita , and K. Shiraki , Antimicrob .	@DRUG$ has demonstrated remarkable antiviral activity against influenza virus and , to a lesser degree , against some other RNA viruses. @DRUG$ has demonstrated remarkable antiviral activity against influenza virus.	0
0	@DRUG$ opens @DRUG$+ channels and allows potassium to attain its equilibrium potential, resulting in hyperpolarisation of the cell at rest.	@DRUG$ opens @DRUG$ + canalise and appropriate potassium to attain its equilibrium potential , resulting in hyperpolarisation of the cell at rest .	@DRUG$ opens @DRUG$ equilibrium channels and hyperpolarisation potassium to attain its + potential , resulting in allows of the cell at rest .	@DRUG$ opens @DRUG$ + channels and potassium to attain its equilibrium , resulting in hyperpolarisation of the cell at rest .	@DRUG$ opens @DRUG$ + channels and allows potassium to flow into the cell, which causes the cell to become more negatively charged.	0
0	The molybdenum hydroxylases are distinct from other biological systems catalyzing hydroxylation reactions in that the @DRUG$ atom incorporated into the product is derived from @DRUG$ rather than molecular oxygen.	The molybdenum hydroxylases are discrete from other biological systems catalyzing hydroxylation reaction in that the @DRUG$ atom incorporated into the product is derived from @DRUG$ quite than molecular oxygen .	The molybdenum hydroxylases are distinct the other biological systems catalyzing hydroxylation the in that product @DRUG$ atom incorporated into reactions from is derived from @DRUG$ rather than molecular oxygen .	The molybdenum hydroxylases are distinct from other biological systems catalyzing hydroxylation reactions in the @DRUG$ atom incorporated into the is derived from @DRUG$ rather than oxygen .	@DRUG$ is a molecule that is created when @DRUG$, a different molecule, interacts with oxygen.	0
0	Clove oil was found to possess strong antifungal activity against opportunistic fungal pathogens such as @DRUG$, Cryptococcus neoformans and @DRUG$, etc.	cling oil was found to possess strong fungicide activity against opportunistic fungal pathogens such as @DRUG$ , Cryptococcus neoformans and @DRUG$ , etc .	Clove oil and found to possess strong antifungal activity against opportunistic fungal neoformans such as @DRUG$ , Cryptococcus pathogens was @DRUG$ , etc .	Clove oil was found to possess strong antifungal activity against opportunistic pathogens such as @DRUG$ , Cryptococcus neoformans and @DRUG$ , etc .	Clove oil was found to possess strong antifungal activity against opportunistic fungal pathogens such as @DRUG$ and @DRUG$, etc.	0
0	This study @DRUG$ its pre-defined primary objective of assessing if duloxetine was non-inferior to escitalopram in antidepressant onset efficacy, and the results show that @DRUG$ is at least as fast as (non-inferior to) escitalopram.	This study @DRUG$ its pre-defined primary coil objective of value if duloxetine was non-inferior to escitalopram in antidepressant onset efficacy , and the result show that @DRUG$ is at least as fast as ( not - inferior to ) escitalopram .	This study @DRUG$ its least primary objective of assessing if duloxetine was non-inferior to escitalopram in antidepressant onset ( and , the at show that @DRUG$ is results pre-defined as fast as efficacy non - inferior to ) escitalopram .	This study @DRUG$ its pre-defined primary objective of assessing if duloxetine was non-inferior escitalopram in antidepressant onset efficacy , and the results show that @DRUG$ at least as fast as ( non - inferior to escitalopram .	@DRUG$ is at least as fast as (non-inferior to) escitalopram in antidepressant onset efficacy.	1
0	Since decades these antihypertensives (such @DRUG$ the dihydropyridines @DRUG$, felodipine or nifedipine) belong to the most widely prescribed drugs world-wide.	Since decades these antihypertensives ( such @DRUG$ the dihydropyridines @DRUG$ , felodipine or nifedipine ) belong to to the most wide prescribed drugs world - wide .	Since decades these antihypertensives ( such @DRUG$ the dihydropyridines @DRUG$ , nifedipine or felodipine ) belong to the most wide prescribed drugs world - widely .	Since decades these antihypertensives ( such @DRUG$ the dihydropyridines @DRUG$ , felodipine or nifedipine ) belong to the most widely prescribed drugs - .	Since decades, these antihypertensives (such as @DRUG$, the dihydropyridines @DRUG$, felodipine or nifedipine) have been some of the most widely prescribed drugs in the world.	0
0	The pooled data from phase II and III however, so far show no new or added toxicity risk for @DRUG$ or @DRUG$ compared to the respective placebo arms of the trials.	The pooled data from phase II and III nonetheless , so far show no new or tot toxicity risk for @DRUG$ or @DRUG$ compared to the respective placebo arms of the visitation .	The pooled data respective phase II or III however , so far show no new and added toxicity the for @DRUG$ or @DRUG$ compared to the from placebo arms of risk trials .	The data from phase II and III however , so far show no or added toxicity for @DRUG$ or @DRUG$ compared the respective placebo arms of the trials .	There is no new or added toxicity risk for @DRUG$ or @DRUG$ compared to the respective placebo arms of the trials.	0
0	Electromyographic (EMG) examinations were performed on Beagles before and for 7 days after oral administration of one of the following organophosphate (OP) compounds; ronnel (55.0 or 110.0 mg/kg), @DRUG$ (29.7, 59.4, or 148.5 @DRUG$/kg), or cythioate (24.8 or 33.0 mg/kg).	Electromyographic ( electromyogram ) interrogation were performed on beagle before and for septenary clarence day after oral administration of one of the postdate organophosphate ( OP ) compounds ; ronnel ( 55.0 or 110.0 mg / kg ) , @DRUG$ ( 29.7 , 59.4 , or 148.5 @DRUG$ / kg ) , or cythioate ( 24.8 or 33.0 mg / kg ) .	Electromyographic ( EMG before examinations were performed on Beagles ) ( for / days after oral administration of / of the following organophosphate ( OP ) compounds ; ronnel and 55.0 or 110.0 mg 7 kg ) or @DRUG$ ( 29.7 , 59.4 , or 148.5 @DRUG$ / kg ) , , cythioate ) 24.8 or 33.0 mg one kg ( .	Electromyographic ( ) examinations were performed on Beagles before and for 7 days after oral administration of one of the following organophosphate ( OP ) compounds ; ronnel ( 55.0 or 110.0 mg / kg ) , @DRUG$ ( , 59.4 , or 148.5 @DRUG$ / kg ) , or cythioate ( 24.8 or 33.0 mg / kg ) .	Electromyographic ( EMG ) examinations were performed on Beagles before and for 7 days after oral administration of one of the following organophosphate ( OP ) compounds ; ronnel ( 55.0 or 110.0 mg / kg ) , @DRUG$ ( 29.7 , 59	1
1	Analysis of safety data reveals pharmacokinetic drug interactions for erythromycin and @DRUG$ with theophylline, terfenadine, and carbamazepine that are not found with @DRUG$.	Analysis of safe data reveals pharmacokinetic drug interactions for erythromycin and @DRUG$ with elixophyllin , terfenadine , and carbamazepine that are not found with @DRUG$ .	Analysis of and data reveals pharmacokinetic drug interactions for erythromycin and @DRUG$ with theophylline , terfenadine , with carbamazepine that are not found safety @DRUG$ .	Analysis of safety data reveals pharmacokinetic drug interactions for erythromycin and @DRUG$ with theophylline terfenadine , carbamazepine that are not found with @DRUG$ .	Pharmacokinetic drug interactions for erythromycin and @DRUG$ with theophylline, terfenadine, and carbamazepine are not found with @DRUG$.	0
1	Among the compounds that we tested, @DRUG$ was the most potent at the human @DRUG$ and dopamine transporters with KD's of 0.45 +/- 0.03 nM and 8.1 +/- 0.4 nM, respectively.	Among the deepen that we well tried , @DRUG$ was the most potent at the man @DRUG$ and dopamine transporters with KD's of 0.45 +/- 0.03 nM and 8.1 +/- 0.4 nM , respectively .	Among the compounds that respectively tested , @DRUG$ was the dopamine potent KD's the human @DRUG$ and most transporters with at of 0.45 +/- 0.03 nM and 8.1 +/- 0.4 nM , we .	Among the compounds that we tested , @DRUG$ was the potent at the human @DRUG$ and dopamine transporters with of 0.45 +/- 0.03 nM 8.1 +/- 0.4 nM , respectively .	@DRUG$ is more potent than @DRUG$ at the human dopamine transporters.	0
0	Pharmacokinetics of @DRUG$ hydrochloride, a @DRUG$ V(1A)/V(2)-receptor antagonist, in patients with euvolemic or hypervolemic hyponatremia and with or without congestive heart failure from a prospective, 4-day open-label study.	Pharmacokinetics of @DRUG$ hydrochloride , a @DRUG$ V ( 1A ) / V( ii ) - receptor opponent , in patients with euvolemic or hypervolemic hyponatremia and with or without congestive heart failure from a prospective , quadruplet - day open - mark study .	Pharmacokinetics of @DRUG$ hydrochloride , a @DRUG$ V ( 1A ) antagonist V( 2 ) - receptor or , in patients with and 4 hypervolemic hyponatremia euvolemic with or without congestive heart failure from a prospective , / - day open - label study .	Pharmacokinetics of @DRUG$ hydrochloride , a @DRUG$ V ( 1A ) / V( 2 ) - receptor antagonist , patients with euvolemic or hypervolemic hyponatremia and with or without congestive heart failure from a , 4 - day open - label study .	The pharmacokinetics of @DRUG$ hydrochloride, a @DRUG$ V (1A) / V(2) - receptor antagonist, in patients with euvolemic or hypervolemic hyponatremia and with or without congestive heart failure from a prospective, 4	0
0	RESULTS: Mean +/- SD pharmacokinetic variables were @DRUG$ follows: peak serum gallium concentration, 1,079 +/- 311 @DRUG$/mL; time to peak serum concentration, 4.3 +/- 2.0 hours; area under the serum concentration versus time curve, 40,215 +/- 8,420 ng/mL/h; mean residence time, 39.5 +/- 17.2 hours; area under the moment curve, 1,636,554 +/- 931,458 ng([h](2)/mL); and terminal half-life, 26.6 +/- 11.6 hours.	ensue : average +/- SD pharmacokinetic variables were @DRUG$ espouse : summit serum atomic number  concentration , 1,079 +/- 311 @DRUG$ / mL ; clock to summit serum concentration , 4.3 +/- 2.0 hours ; field under the serum concentration versus clock curve , 40,215 +/- 8,420 ng / mL/h ; base residence clock , 39.5 +/- 17.2 hours ; field under the here and now curve , 1,636,554 +/- 931,458 ng ( [ h ] ( 2 ) / mL ) ; and terminal half- life , 26.6 +/- 11.6 hours .	serum : Mean +/- SD pharmacokinetic variables were @DRUG$ follows ng peak serum gallium concentration , 39.5 +/- 311 @DRUG$ / mL ; time to peak RESULTS 8,420 , 4.3 , 2.0 mean ; area under the ( concentration versus time curve , 40,215 +/- serum : / mL/h ; hours residence time , 1,079 +/- 17.2 hours ; area under the moment curve +/- 1,636,554 +/- 931,458 +/- concentration [ h ] ( 2 ) / mL ) ; and terminal half- life , 26.6 ng 11.6 hours .	RESULTS : Mean +/- SD pharmacokinetic variables were @DRUG$ follows : peak gallium concentration , 1,079 +/- 311 / mL ; time to peak serum concentration , 4.3 +/- 2.0 hours ; area under the concentration versus time curve , 40,215 8,420 ng / mL/h ; mean residence time , 17.2 hours ; area under the , 1,636,554 +/- 931,458 ng ( [ h ] ( 2 ) mL ) ; and terminal half- life , 26.6 +/- 11.6 hours .	@DRUG$ follows @DRUG$ in terms of serum concentration, peak serum concentration, time to peak serum concentration, area under the serum concentration versus time curve, mean residence time, area under the moment curve, and terminal half-life.	0
0	The adsorption of prednisone, prednisolone, fluprednisolone, @DRUG$, triamcinolone, beta-methylprednisone @DRUG$ and hydrocortisone acetate on various antacids or adsorbents was studied at 37 degrees C.	The adsorption of prednisone , prednisolone , fluprednisolone , @DRUG$ , triamcinolone , beta-methylprednisone @DRUG$ and hydrocortisone acetate on various alkaliser or adsorbent material was studied at 37 degrees C.	The adsorption of prednisone , prednisolone , fluprednisolone , @DRUG$ , studied , beta-methylprednisone @DRUG$ and hydrocortisone on acetate various antacids or adsorbents was triamcinolone at 37 degrees C.	The adsorption of prednisone , prednisolone , fluprednisolone , @DRUG$ , triamcinolone beta-methylprednisone @DRUG$ and hydrocortisone acetate on various antacids or adsorbents was studied 37 degrees C.	The adsorption of prednisone , prednisolone , fluprednisolone , @DRUG$ , triamcinolone , beta-methylprednisone @DRUG$ and hydrocortisone acetate on various antacids or adsorbents was studied at	0
0	METHODS: In this open-label, randomized, two-way crossover study, 28 healthy subjects (18-55 years) received single doses of fesoterodine 8 @DRUG$ alone or with @DRUG$ 200 mg.	METHODS : In this open-label , randomized , two - way crossover study , 28 healthy topic ( eighteen - 55 years ) received undivided doses of fesoterodine 8 @DRUG$ alone or with @DRUG$ 200 mg .	study : In this open-label , randomized , two - way subjects METHODS , 28 healthy crossover ( single - 55 years ) received 18 doses of fesoterodine 8 @DRUG$ alone or with @DRUG$ 200 mg .	METHODS : In this open-label , randomized , two - way crossover study , 28 healthy subjects ( 18 - 55 years received single doses fesoterodine 8 @DRUG$ alone or with @DRUG$ 200 mg .	Fesoterodine 8 @DRUG$ was administered alone or with @DRUG$ 200 mg in a randomized, two-way crossover study of 28 healthy subjects.	0
0	The influence of digoxin on the autonomic nervous system was studied in rats by examining its effects on the levels of acetylcholine (Ach), a parasympathetic marker, and @DRUG$ (@DRUG$), a sympathetic marker, in the rat myocardium.	The shape of digoxin on the autonomic flighty system was studied in scab by examining its effects on the flush of acetylcholine ( Ach ) , a parasympathetic marker , and @DRUG$ ( @DRUG$ ) , a sympathetic marker , in the rat myocardium .	The influence on digoxin on the its nervous system the studied in rats by examining ) effects of the levels of acetylcholine ( Ach ) , a parasympathetic marker , and @DRUG$ ( @DRUG$ autonomic , a sympathetic marker , in was rat myocardium .	influence of digoxin on the autonomic nervous system was studied in rats by examining its effects the levels of acetylcholine ( Ach ) , a parasympathetic marker , and @DRUG$ ( @DRUG$ ) , a sympathetic marker , in the rat myocardium .	The study found that digoxin increased the levels of Ach and @DRUG$ in the rat myocardium.	1
0	Appropriate doses of @DRUG$ resulted to be 740-910 mg/m(2) in a single dose regimen, and 340 @DRUG$/m(2) in a multiple dose regimen.	Appropriate doses of @DRUG$ resulted to be 740- 910 atomic number  / m( ii ) in a single superman regimen , and 340 @DRUG$ / m( ii ) in a multiple superman regimen .	Appropriate doses of @DRUG$ resulted to be 740- 910 a / m( 2 ) in / single dose regimen mg and 340 @DRUG$ , m( 2 ) in a multiple dose regimen .	doses of @DRUG$ resulted to be 740- 910 mg / m( 2 ) in a dose regimen , and @DRUG$ / 2 in dose regimen .	Appropriate doses of @DRUG$ resulted to be 740- 910 mg / m( 2 ) in a single dose regimen , and 340 @DRUG$ / m( 2 ) in a multiple dose regimen .	0
0	Intraperitoneal (i.@DRUG$.) administration of DEX (30 @DRUG$ kg(-1)) and the sigma-1 agonists SKF-10,047 (1-5 mg kg(-1)), Pre-084 (5 mg kg(-1)), and carbetapentane (1-5 mg kg(-1)) inhibited citric-acid-induced cough in guinea-pigs.	Intraperitoneal ( i.@DRUG$ . ) brass of DEX ( xxx @DRUG$ kilogram ( - 1 ) ) and the sigma- 1 agonists SKF - 10,047 ( 1 - five mg kilogram ( - 1 ) ) , Pre-084 ( five mg kilogram ( - 1 ) ) , and carbetapentane ( 1 - five mg kilogram ( - 1 ) ) bottle up citric-acid-induced coughing in guinea-pigs .	Intraperitoneal ( i.@DRUG$ . ) administration of DEX ( 30 ( kg ( - 1 ) ) and the citric-acid-induced 1 agonists SKF - guinea-pigs ( 1 - 5 mg kg @DRUG$ - 1 ) ) , Pre-084 ( 5 sigma- kg ( - 1 ) , ) and carbetapentane ( 1 - 5 mg kg ( - 1 ) ) inhibited mg cough in 10,047 .	Intraperitoneal ( i.@DRUG$ . ) administration of ( @DRUG$ kg ( 1 ) ) and the sigma- 1 agonists SKF - 10,047 ( 1 5 mg kg ( - 1 ) ) , Pre-084 ( 5 mg kg - 1 ) ) , and carbetapentane ( 1 - 5 mg kg - 1 ) ) inhibited citric-acid-induced cough in .	Intraperitoneal ( i.@DRUG$ ) administration of DEX ( 30 @DRUG$ kg ( - 1 ) ) and the sigma- 1 agonists SKF - 10,047 ( 1 - 5 mg kg ( - 1 ) ) , Pre-084 ( 5 mg kg	0
0	Comparison of topically applied @DRUG$ and @DRUG$ in the treatment of cutaneous herpes simplex virus infection in guinea pigs.	Comparison of topically applied @DRUG$ and @DRUG$ in the treatment of dermal herpes simplex virus infection in french guinea pigs .	Comparison topically in applied @DRUG$ and @DRUG$ in the treatment of cutaneous herpes simplex virus infection of guinea pigs .	Comparison of topically applied @DRUG$ and @DRUG$ in the treatment of herpes simplex virus infection in guinea pigs .	The study found that topically applied @DRUG$ was more effective than @DRUG$ in the treatment of cutaneous herpes simplex virus infection in guinea pigs.	0
1	In general in the comparisons with placebo @DRUG$ allowed a > or =20% reduction in the concomitant dose of @DRUG$ without compromising efficacy in a significant proportion of patients and, in some trials decreased the amount of awake time spent in the 'off' state ('off' state is defined as a gradual return to parkinsonism despite adequate medication).	indiana general in the comparisons with placebo @DRUG$ allowed a > or = 20 % reduction in the concomitant dose of @DRUG$ without compromise efficacy in a significant balance of patients and , in some visitation decreased the amount of awake time spent in the ' off ' tell ( ' off ' tell is defined as a gradual generate to parkinsonism despite adequate medication ) .	In general in the comparisons with placebo @DRUG$ allowed in > or = 20 % reduction significant the concomitant dose efficacy @DRUG$ without ( of in a in proportion of patients and , a some amount decreased the trials of awake time spent the in ' off ' state compromising ' off ' state is defined as a gradual return to parkinsonism despite adequate medication ) .	In general in the comparisons with placebo @DRUG$ allowed a > or = 20 % reduction in the concomitant dose of @DRUG$ compromising efficacy in a significant proportion of patients and , in trials decreased the amount of awake time spent in the ' off ' state ( ' off ' state defined as a gradual return to parkinsonism despite adequate medication ) .	@DRUG$ allows a greater than or equal to 20% reduction in the concomitant dose of @DRUG$ without compromising efficacy in a significant proportion of patients, and in some trials has decreased the amount of awake time spent in the 'off' state.	0
0	CiPA studies revealed @DRUG$ to have modest @DRUG$ channel blocking and late INa reducing activities at high concentrations, which resulted in pitolisant reducing dofetilide-induced early after-depolarizations (EADs) in the ICH S7B studies.	CiPA studies revealed @DRUG$ to have modest @DRUG$ channel blocking and late INa reducing bodily process at high concentrations , which resulted in pitolisant reducing dofetilide - induce early on after-depolarizations ( EADs ) in the ICH S7B studies .	CiPA studies revealed @DRUG$ to have concentrations @DRUG$ channel blocking and late studies reducing activities at high modest S7B which resulted in pitolisant reducing dofetilide - induced early after-depolarizations ( EADs ) in the ICH , INa .	CiPA revealed @DRUG$ to have modest @DRUG$ channel blocking and late INa reducing activities at high concentrations , which resulted in pitolisant reducing dofetilide - induced early after-depolarizations ( EADs ) in the S7B studies .	@DRUG$ has a modest ability to block @DRUG$ channels and reduce late INa at high concentrations, which results in a reduction of dofetilide-induced early after-depolarizations (EADs) in the ICH S7B studies.	0
1	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of theophylline, warfarin, zidovudine, ranitidine, @DRUG$ or cyclosporin; however, patients receiving these drugs concurrently should be monitored closely for signs of enhanced pharmacological effect or toxicity.	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of theophylline , coumadin , zidovudine , zantac , @DRUG$ or cyclosporin ; however , patients receiving these drugs concurrently should be monitor closely for signs of heighten pharmacological effect or toxicity .	@DRUG$ appears to have only of potential for significantly altering the pharmacokinetics of theophylline , warfarin , zidovudine , ranitidine , @DRUG$ , cyclosporin ; however or patients receiving toxicity drugs concurrently or be monitored closely for signs minor enhanced pharmacological effect should these .	@DRUG$ appears to have only minor potential significantly altering the pharmacokinetics of theophylline , warfarin , , ranitidine , @DRUG$ or cyclosporin ; however , patients receiving these drugs concurrently should be monitored closely for signs of enhanced effect or toxicity .	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of the other drug (@DRUG$), but patients receiving these drugs concurrently should be monitored closely for signs of enhanced pharmacological effect or toxicity.	0
0	In animal studies, micafungin is @DRUG$ efficacious as @DRUG$ with respect to improvement of survival rate.	In animal studies , micafungin is @DRUG$ efficacious as @DRUG$ with respect to improvement of survival of the fittest rate .	In animal studies survival micafungin is @DRUG$ efficacious as @DRUG$ with respect to improvement of , rate .	In animal studies , micafungin is @DRUG$ efficacious as @DRUG$ with respect to improvement of survival rate .	micafungin is effective as a drug against bacteria with respect to improving survival rates.	1
0	hLAT1 also transports D-@DRUG$ such as @DRUG$-leucine and D-phenylalanine.	hLAT1 also conveyance D-@DRUG$ such as @DRUG$ - leucine and D-phenylalanine .	hLAT1 also @DRUG$ D-@DRUG$ such as transports - leucine and D-phenylalanine .	hLAT1 also transports D-@DRUG$ such as @DRUG$ - leucine and D-phenylalanine .	hLAT1 also transports D-@DRUG$ such as @DRUG$ - leucine and D-phenylalanine ."DRUGA is transported by hLAT1 along with leucine and phenylalanine.	0
0	METHODS: In a randomized, double-blind, ascending-dose study in normal volunteers (n = 41), 6 subjects received placebo, and 8 subjects each received @DRUG$, at 1, 2 or 4 mg iron/kg, injected at 60 @DRUG$ iron/min.	METHODS : In a randomized , double - blind , ascending - venuss curse study in normal volunteers ( nitrogen = 41 ) , 6 subjects received placebo , and viii subjects each received @DRUG$ , at ane , 2 or  mg iron / kg , injected at 60 @DRUG$ iron / min .	kg : volunteers a randomized , double in blind , ascending - dose study - normal In ( , = 41 ) , 6 subjects received 1 , and 8 subjects each received @DRUG$ , at placebo n 2 or 4 mg iron / METHODS , injected at 60 @DRUG$ iron / min .	: In a , double - , - dose study in normal volunteers ( n = 41 ) , 6 subjects received placebo , and 8 subjects each received @DRUG$ , 1 , 4 mg iron / kg , injected at 60 @DRUG$ iron / min .	In a study, 8 subjects each received @DRUG$, at 1, 2 or 4 mg iron/kg, injected at 60 @DRUG$ iron/min.	0
0	As part of the bilastine development program, and @DRUG$ mandated by regulatory authorities, several studies were performed with oral @DRUG$ in different animal species to evaluate its toxicity profile.	As part of the bilastine development program , and @DRUG$ mandated by regulatory authorities , several studies were performed with oral @DRUG$ in different beast species to value its perniciousness profile .	were part of the bilastine development program , and @DRUG$ mandated As regulatory authorities , several studies by performed with oral @DRUG$ in profile animal species to evaluate its toxicity different .	As part of the bilastine program and @DRUG$ mandated regulatory authorities , studies were performed with oral @DRUG$ in different animal species to evaluate its toxicity profile .	@DRUG$ is a drug that was developed as a result of regulatory authorities mandating that certain studies be performed on @DRUG$ in different animal species in order to evaluate its toxicity profile.	0
0	An in vivo comparison of three dosages (3 g, 6 g, 12 g) of two different fish oil preparations in terms of plasma concentrations of their major active components eicosapentaenoic acid (@DRUG$) and docosahexaenoic acid (@DRUG$) was performed.	An in vivo equivalence of leash dosages ( 3 g , 6 g , 12 g ) of two different fish oil preparations in terms of plasma concentrations of their major active voice element eicosapentaenoic acid ( @DRUG$ ) and docosahexaenoic acid ( @DRUG$ ) was performed .	An in vivo comparison of three 3 ) dosages g plasma 6 g , 12 g ( of two different fish oil of in terms of , concentrations preparations their major active components eicosapentaenoic acid ( @DRUG$ ) and docosahexaenoic acid ( @DRUG$ ) was performed .	An in vivo comparison of three dosages 3 g , 6 , 12 g ) of two different fish oil in terms of plasma concentrations of their major active components eicosapentaenoic acid ( @DRUG$ ) and docosahexaenoic acid ( @DRUG$ ) was performed .	The study found that the higher dosages of the two fish oil preparations resulted in higher plasma concentrations of their major active components.	1
0	Atazanavir, formerly known as BMS-232632, can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir @DRUG$ atazanavir/ritonavir 300/100 @DRUG$ q.d. for therapy-experienced patients.	Atazanavir , formerly known as feces - 232632 , can be drug either at 400 atomic number  q.d. without a pharmacoenhancer as first-line human immunodeficiency virus therapy or combined with ritonavir @DRUG$ atazanavir/ ritonavir 300/100 @DRUG$ q.d. for therapy - experienced patients .	Atazanavir - formerly known as BMS , 300/100 , can be dosed either 232632 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir @DRUG$ atazanavir/ ritonavir at @DRUG$ q.d. for therapy - experienced patients .	Atazanavir , formerly known as BMS - 232632 , can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined ritonavir @DRUG$ atazanavir/ ritonavir 300/100 @DRUG$ q.d. for therapy - experienced patients .	Atazanavir can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir atazanavir/ ritonavir 300/100 q.d. for therapy - experienced patients .	1
0	Reduction of E to F: Without the @DRUG$/@DRUG$-regenerating system, this reaction was very slow.	diminution of E to F : Without the @DRUG$ / @DRUG$ - regenerating system , this response was very slow .	Reduction of E to F , Without - @DRUG$ / @DRUG$ the regenerating system : this reaction was very slow .	Reduction of E to F : Without the @DRUG$ @DRUG$ - regenerating system , this very slow .	@DRUG$ / @DRUG$ - regenerating system" = "reduction of E to F""Without the DRUGA / DRUGB - regenerating system, this reaction was very slow.	0
0	Thus, further studies are warranted to determine the efficacy of brimonidine when used in combination with other glaucoma medications and its efficacy relative to newer drugs such @DRUG$ dorzolamide and @DRUG$.	therefore , further studies are warranted to determine the efficaciousness of brimonidine when used in combination with other glaucoma medicament and its efficaciousness relative to newer drugs such @DRUG$ dorzolamide and @DRUG$ .	Thus , further in are to to determine the efficacy of brimonidine when used studies efficacy with other glaucoma medications and its combination relative warranted newer drugs such @DRUG$ dorzolamide and @DRUG$ .	, further studies are warranted to determine the efficacy of brimonidine when used in combination with other glaucoma medications and its efficacy to newer drugs such @DRUG$ dorzolamide and @DRUG$ .	Further studies are needed to determine if brimonidine is more effective than other glaucoma medications, such as dorzolamide and other new drugs.	1
0	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of brecanavir was synergistic with the effects of stavudine and additive to the effects of @DRUG$, tenofovir, dideoxycytidine, @DRUG$, adefovir, abacavir, lamivudine, and emtricitabine.	When brecanavir was test in combination with nucleoside turnaround transcriptase inhibitor , the antiviral agent activity of brecanavir was synergistic with the effects of stavudine and additive to the effects of @DRUG$ , tenofovir , dideoxycytidine , @DRUG$ , adefovir , abacavir , lamivudine , and emtricitabine .	When brecanavir effects tested in antiviral with nucleoside reverse transcriptase inhibitors , the combination activity of brecanavir was synergistic with the effects of stavudine and additive , the was of @DRUG$ , tenofovir to dideoxycytidine , @DRUG$ , adefovir , abacavir , lamivudine , and emtricitabine .	When brecanavir was tested in combination with reverse transcriptase inhibitors , the antiviral activity of brecanavir was synergistic with the effects of stavudine additive to the effects of @DRUG$ , tenofovir , dideoxycytidine , @DRUG$ adefovir , abacavir , lamivudine , and emtricitabine .	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of brecanavir was synergistic with the effects of stavudine and additive to the effects of @DRUG$, tenofovir, dideoxycytidine,	1
0	DATA SYNTHESIS: @DRUG$ is the second medication of a new class of drugs, the catechol-O-methyltransferase inhibitors, indicated for clinical use @DRUG$ an adjunct to levodopa/carbidopa to treat patients with idiopathic Parkinson's disease who experience the signs and symptoms of end-of-dose wearing-off.	DATA SYNTHESIS : @DRUG$ is the second medication of a new class of dosage , the catechol - O-methyltransferase inhibitors , indicated for clinical use @DRUG$ an adjunct to bendopa / carbidopa to treat patients with idiopathic Parkinson 's disease who experience the signs and symptom of end-of- dosage put on - off .	patients SYNTHESIS : @DRUG$ levodopa the second medication of a new class of drugs , the catechol use O-methyltransferase inhibitors - indicated for clinical - @DRUG$ an adjunct to is DATA carbidopa to treat / with idiopathic Parkinson 's disease who experience the signs and symptoms of end-of- dose wearing , off .	DATA SYNTHESIS @DRUG$ is the second medication of a new class of drugs , the catechol - O-methyltransferase inhibitors , indicated for clinical use @DRUG$ an adjunct to levodopa / carbidopa to treat patients idiopathic Parkinson 's disease who experience the signs and of end-of- dose wearing - off .	@DRUG$ is a new medication that is used to treat patients with Parkinson's disease. @DRUG$ is a medication that is used in conjunction with levodopa / carbidopa to treat patients with Parkinson's disease.	0
0	IMMOBILIZATION OF CAPTIVE NUBIAN IBEX (CAPRA NUBIANA) WITH BUTORPHANOL-MIDAZOLAM-MEDETOMIDINE OR @DRUG$-AZAPERONE-MEDETOMIDINE AND @DRUG$ REVERSAL.	IMMOBILIZATION OF intent nubian IBEX ( CAPRA NUBIANA ) WITH BUTORPHANOL-MIDAZOLAM -MEDETOMIDINE OR @DRUG$ - AZAPERONE-MEDETOMIDINE AND @DRUG$ REVERSAL .	IMMOBILIZATION OF CAPTIVE NUBIAN IBEX ( AND NUBIANA ) WITH CAPRA -MEDETOMIDINE OR @DRUG$ - AZAPERONE-MEDETOMIDINE BUTORPHANOL-MIDAZOLAM @DRUG$ REVERSAL .	IMMOBILIZATION OF NUBIAN IBEX ( CAPRA NUBIANA ) WITH BUTORPHANOL-MIDAZOLAM -MEDETOMIDINE OR @DRUG$ - AZAPERONE-MEDETOMIDINE @DRUG$ REVERSAL .	The immobilization of captive Nubian ibex with butorphanol-midazolam -medetomidine or @DRUG$ - azaperone-medetomidine and @DRUG$ reversal.	0
0	TAS-102 is an oral combination therapy consisting of trifluridine (FTD), a @DRUG$-based nucleoside analog, plus @DRUG$ hydrochloride (TPI), a novel thymidine phosphorylase inhibitor that improves the bioavailability of FTD.	ta - 102 is an oral combination therapy consisting of trifluridine ( FTD ) , a @DRUG$ - based nucleoside analog , positive @DRUG$ hydrochloride ( TPI ) , a fresh deoxythymidine phosphorylase inhibitor that improves the bioavailability of FTD .	TAS - 102 is an oral combination consisting therapy of trifluridine ( FTD ) , a @DRUG$ - based nucleoside analog , plus @DRUG$ hydrochloride ( bioavailability ) improves a thymidine novel phosphorylase inhibitor that , the TPI of FTD .	TAS - 102 is an oral combination therapy consisting of trifluridine ( FTD ) , a @DRUG$ - based nucleoside analog , plus @DRUG$ hydrochloride ( TPI ) , a novel thymidine phosphorylase inhibitor that the bioavailability of FTD .	@DRUG$" is a nucleoside analog, while "@DRUG$" is a thymidine phosphorylase inhibitor. The combination of these two drugs is known as "TAS - 102.	0
0	For the 4.0 and 6.0 @DRUG$ @DRUG$ dose groups, maximal AChE inhibition (Emax) ranged from 33% to 35% and there was significant correlation between AChE inhibition and donepezil plasma concentration (P<0.005).	For the 4.0 and 6.0 @DRUG$ @DRUG$ dose groups , maximal AChE prohibition ( Emax ) ranged from 33 % to 35 % and there was important correlation between AChE prohibition and donepezil plasma engrossment ( P<0.005 ) .	For the 4.0 and 6.0 @DRUG$ @DRUG$ dose groups , maximal AChE inhibition ( % ) ranged ) 33 % to 35 Emax and there was significant correlation between AChE inhibition and donepezil plasma from ( P<0.005 concentration .	For the 4.0 and 6.0 @DRUG$ @DRUG$ dose groups , AChE inhibition ( Emax ) ranged from 33 % to 35 % and was significant correlation between AChE inhibition and donepezil plasma ( P<0.005 ) .	The higher the dose of @DRUG$, the greater the inhibition of AChE ( Emax ) , and the greater the concentration of donepezil in the plasma.	1
0	Participants were partially randomly assigned to the order of testing for nine 5-@DRUG$ interventions of additional potassium as follows: 0 (control; repeated at phases 1 and 5), 20, 40, and 60 mEq K/d consumed @DRUG$ a potassium gluconate supplement or as unfried potato or 40 mEq K from French fries completed at phase 9.	Participants were partially randomly assigned to the order of testing for nine 5 - @DRUG$ interventions of additional potassium as follows : 0 ( control ; repeated at phases 1 and 5 ) , 20 , 40 , and 60 mEq K/d eat @DRUG$ a potassium gluconate supplementation or as unfried potato or 40 mEq K from french people tike completed at phase angle nine .	Participants were partially completed assigned , the order of testing for nine 5 as @DRUG$ interventions of additional ) - follows : 0 ( control ; repeated at phases 1 and 5 to potassium 20 , 40 , and 60 mEq K/d consumed @DRUG$ a potassium gluconate supplement or as unfried potato 9 40 mEq K from French fries randomly at phase or .	were partially assigned to the order of testing for - @DRUG$ interventions potassium as follows : 0 ( control ; repeated at phases and 5 ) , 20 , 40 , and 60 mEq K/d consumed @DRUG$ a potassium gluconate supplement or as unfried potato or 40 mEq K from French fries completed at phase 9 .	Some participants were randomly assigned to the order in which they would test nine different interventions involving additional potassium, including 0 (control; repeated at phases 1 and 5), 20, 40, and 60 mEq K/d consumed as a potassium gluconate supplement or as unfried potato or 40	1
0	OBJECTIVE: The purpose of this article was to review the pharmacology, pharmacokinetics, clinical efficacy, and safety profile of @DRUG$ @DRUG$ monotherapy and in fixed-dose combination with verapamil ER.	objective : The purpose of this article was to review the materia medica , pharmacokinetics , clinical efficacy , and safety device profile of @DRUG$ @DRUG$ monotherapy and in fixed - dose combination with verapamil ER .	review : The combination of this pharmacology was to OBJECTIVE the article , pharmacokinetics , clinical efficacy , and safety profile of @DRUG$ @DRUG$ monotherapy and in fixed - dose purpose with verapamil ER .	OBJECTIVE : The purpose of this article was to the pharmacology , pharmacokinetics , clinical efficacy , and safety profile of @DRUG$ @DRUG$ monotherapy and in fixed - dose combination with verapamil ER .	The purpose of this article was to review the pharmacology, pharmacokinetics, clinical efficacy, and safety profile of @DRUG$ @DRUG$ monotherapy and in fixed-dose combination with verapamil ER.	0
0	METHODS: Fifteen Wistar rats were treated with @DRUG$ (1.2 @DRUG$/kg body weight, given orally every second day) for 120 days.	METHODS : Fifteen Wistar rats were treated with @DRUG$ ( 1.2 @DRUG$ / kg body weight , given by word of mouth every second day ) for 120  hour interval .	METHODS / Fifteen Wistar rats were treated with @DRUG$ ( 1.2 @DRUG$ days kg body weight , given orally every second day ) for 120 : .	METHODS : Wistar rats treated with @DRUG$ ( 1.2 @DRUG$ / kg body weight , given orally every second day ) for 120 days .	@DRUG$ was given orally every second day to 15 Wistar rats for 120 days.	1
0	10-4 @DRUG$ @DRUG$ completely blocked Na+-reabsorption.	10 - little joe @DRUG$ @DRUG$ completely blocked Na+- reabsorption .	Na+- - 4 @DRUG$ @DRUG$ completely blocked 10 reabsorption .	10 - 4 @DRUG$ @DRUG$ blocked Na+- reabsorption .	@DRUG$ completely blocks Na+- reabsorption when used together with @DRUG$.	0
0	@DRUG$ can potentially interact with the hepatic microsomal cytochrome @DRUG$-450 enzymes.	@DRUG$ can potentially interact with the liverwort microsomal cytochrome @DRUG$ - 450 enzymes .	@DRUG$ can - interact with the hepatic microsomal cytochrome @DRUG$ potentially 450 enzymes .	@DRUG$ potentially interact with the microsomal cytochrome @DRUG$ - 450 enzymes .	@DRUG$ can potentially interact with the hepatic microsomal cytochrome enzymes that are responsible for breaking down drugs.	1
0	By contrast, both Curosurf and the phospholipid mixture enhanced @DRUG$ incorporation into phosphatidylcholine to the @DRUG$ extent.	away contrast , both Curosurf and the phospholipid mixture enhanced @DRUG$ incorporation into phosphatidylcholine to the @DRUG$ extent .	By contrast both , Curosurf and the phospholipid mixture enhanced @DRUG$ incorporation into phosphatidylcholine to the @DRUG$ extent .	By contrast , both Curosurf and the phospholipid mixture enhanced @DRUG$ incorporation into phosphatidylcholine to the @DRUG$ extent .	Curosurf and the phospholipid mixture enhanced @DRUG$ incorporation into phosphatidylcholine to the @DRUG$ extent.	0
0	CONCLUSION: @DRUG$ compared with @DRUG$ injection, the absorption of catharidin by op is poor and the bioavailability is also low, indicating that enhancement of the bioavailability will be beneficial to the clinical application.	CONCLUSION : @DRUG$ compared with @DRUG$ injection , the absorption of catharidin by op is poor and the bioavailability is besides low , designate that sweetening of the bioavailability will be beneficial to the clinical application .	CONCLUSION absorption @DRUG$ compared with @DRUG$ injection , by : of catharidin the op is poor and the bioavailability is also low , indicating that enhancement of the be will bioavailability beneficial to the clinical application .	CONCLUSION : @DRUG$ compared with @DRUG$ injection , the of catharidin by op is poor and the bioavailability also low , indicating that enhancement of the bioavailability will beneficial to clinical application .	@DRUG$ is not as effective as @DRUG$ when injected into the body.	0
0	At 2h, headache response rates for @DRUG$ 2.5 @DRUG$ ranged from 38 to 40% compared to 22-35% for placebo.	At 2h , headache answer rates for @DRUG$ 2.5 @DRUG$ ranged from 38 to 40 % compared to xxii - 35 % for placebo .	At 2h , headache response rates for @DRUG$ ranged @DRUG$ 2.5 for 38 to 40 % compared to 22 - 35 % from placebo .	At 2h , headache response rates for @DRUG$ 2.5 @DRUG$ ranged from 38 to 40 % compared to 22 - 35 % for placebo .	At 2h , headache response rates for @DRUG$ 2.5 @DRUG$ ranged from 38 to 40 % compared to 22 - 35 % for placebo ."DRUGA is more effective than DRUGB at reducing headaches.	0
0	@DRUG$ seen in adults, AUC0-24h and Cmax values were approximately 2-fold higher in females than in their male counterparts (AUC mean range 40.5-59.8 ng x h/mL vs 21.2-23.5 @DRUG$ x h/mL and Cmax mean range 4.02-6.14 vs ng x h/mL 2.52-2.99 ng/mL, in female and male adolescent subjects, respectively).	@DRUG$ seen in adults , AUC0 - 24h and Cmax values were approximately 2 - fold higher in female than in their male person counterparts ( AUC mean value range 40.5- 59.8 nanogram x h/ mL vs 21.2-23.5 @DRUG$ x h/mL and Cmax mean value range 4.02 - 6.14 vs nanogram x h/mL 2.52-2.99 nanogram / mL , in female person and male person teenaged subjects , respectively ) .	@DRUG$ seen in adults , AUC0 male 24h and Cmax values were subjects 2 - x higher in females female in their - counterparts ( AUC mean range 40.5- 59.8 ng x 4.02 mL vs 21.2-23.5 @DRUG$ fold h/mL and Cmax mean range h/ - 6.14 vs ng x h/mL 2.52-2.99 ng / mL , in than and male adolescent approximately , respectively ) .	@DRUG$ seen adults , AUC0 - 24h and values were 2 - higher in females than their male counterparts ( AUC mean range 40.5- 59.8 ng x h/ mL vs 21.2-23.5 @DRUG$ x h/mL Cmax mean range 4.02 - 6.14 x h/mL 2.52-2.99 ng mL , in female and male subjects , ) .	In adults, the AUC0-24h and Cmax values for @DRUG$ were approximately 2-fold higher in females than in their male counterparts. In adolescent subjects, the AUC and Cmax values for DRUGA were also approximately 2-fold higher in females than in males.	1
0	A large double-blind trial comparing @DRUG$ and @DRUG$ in 90 cases of bacteriologically confirmed pneumococcal pneumonia in South African gold miners resulted in a 93% and 100% respective clinical response rate.	A large double - blind trial comparing @DRUG$ and @DRUG$ in 90 display case of bacteriologically confirmed pneumococcal pneumonia in South African gold miners result in a 93 % and one c % respective clinical response rate .	A respective double - blind trial comparing @DRUG$ and @DRUG$ in resulted cases of pneumococcal confirmed bacteriologically pneumonia in South African gold miners 90 in a 93 % and 100 % large clinical response rate .	A large double - comparing @DRUG$ and @DRUG$ in 90 cases of bacteriologically pneumococcal pneumonia in South gold miners resulted in a 93 % and 100 % respective clinical response rate .	@DRUG$ is more effective than @DRUG$ in treating pneumococcal pneumonia.	0
0	RESULTS: The carisoprodol 250-@DRUG$ regimen was significantly more effective than placebo @DRUG$ assessed by both patient-rated relief from starting backache (p = 0.0001) and patient-rated global impression of change (p = 0.0046).	termination : The carisoprodol 250 - @DRUG$ regimen was significantly more effective than placebo @DRUG$ assessed by both patient- rated relief from come out backache ( p = 0.0001 ) and patient-rated world wide impression of convert ( p = 0.0046 ) .	RESULTS : The significantly 250 backache @DRUG$ regimen relief rated more effective than placebo @DRUG$ assessed by both patient- carisoprodol was from starting - ( p = 0.0001 ) and patient-rated global impression of change ( p = 0.0046 ) .	RESULTS : The carisoprodol 250 @DRUG$ regimen was significantly more effective than placebo @DRUG$ by both patient- rated relief from starting backache ( p = 0.0001 and patient-rated global impression of ( p = ) .	@DRUG$ was more effective than placebo @DRUG$ in relieving starting backache and improving the patient's global impression of change.	0
0	In the standard patch test series 5.6% (73 of 1306) of the patients were positive to corticosteroids, 5.2% to 0.1% @DRUG$ pivalate in ethanol (Pivalone nasal spray diluted 1:10) and 2.3% to 1% hydrocortisone @DRUG$ in ethanol.	In the standard bandage test serial 5.6 % ( 73 of 1306 ) of the affected role were positive to corticosteroids , 5.2 % to 0.1 % @DRUG$ pivalate in ethanol ( Pivalone nasal consonant spray diluted 1:10 ) and 2.3 % to 1 % hydrocortisone @DRUG$ in ethanol .	In the standard patch test series 5.6 2.3 ( 73 of 1306 ) spray the patients were positive to corticosteroids , 5.2 % to 0.1 % @DRUG$ pivalate in ethanol ( Pivalone nasal % diluted 1:10 ) and % of to 1 % hydrocortisone @DRUG$ in ethanol .	In the standard patch test series 5.6 % ( 73 of 1306 ) of the patients were positive to , 5.2 % to 0.1 % @DRUG$ pivalate ethanol ( Pivalone nasal diluted 1:10 ) 2.3 % to 1 % hydrocortisone @DRUG$ in ethanol .	73 of 1306 patients were positive to corticosteroids, 5.2% to 0.1% @DRUG$ pivalate in ethanol (Pivalone nasal spray diluted 1:10), and 2.3% to 1% hydrocortisone @DRUG$ in ethanol.	0
0	Several controlled clinical trials documented that mupirocin was significantly better than the polyethylene glycol vehicle alone or @DRUG$ and as effective as cloxacillin, dicloxacillin, or @DRUG$ in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	Several controlled clinical trials documented that mupirocin was importantly better than the polyethylene ethylene glycol vehicle alone or @DRUG$ and as effective as cloxacillin , dicloxacillin , or @DRUG$ in producing clinical and bacteriologic heal in patients with impetigo and wound infections caused by gram-positive pathogens .	Several clinical controlled trials documented by that was significantly better than the polyethylene glycol vehicle alone or @DRUG$ and as effective as cloxacillin , in , or @DRUG$ dicloxacillin producing clinical and bacteriological cures in patients with impetigo and wound infections caused mupirocin gram-positive pathogens .	Several controlled clinical trials documented that mupirocin was better than polyethylene glycol vehicle alone or @DRUG$ and as effective as cloxacillin , dicloxacillin , @DRUG$ producing clinical and bacteriological cures in patients with and wound infections caused by gram-positive pathogens .	@DRUG$ is significantly better than the polyethylene glycol vehicle alone or @DRUG$ in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens .	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), @DRUG$-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, @DRUG$, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	a critique of commercially available unwritten and injectable solution formulation give away that the solubilizing excipients let in water - soluble organic solvents ( polyethylene ethylene glycol 300 , polyethylene ethylene glycol cd , ethanol , propene ethylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surface active agent ( Cremophor EL , Cremophor RH xl , Cremophor RH  , d-alpha-tocopherol polyethylene ethylene glycol yard succinate , polysorbate 20 , polysorbate fourscore , Solutol hydrogen fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of nail 300 , cd , or 1750 ) , @DRUG$ - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil , eucalyptus amygdalina oil , safflower oil , @DRUG$ , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- concatenation triglycerides of coconut oil and palm sow oil ) , organic liquidness / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- concatenation mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	beta-cyclodextrin review of commercially available oral and injectable solution organic reveals that the solubilizing excipients include ( - soluble , solvents mono- polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin oils N-methyl - 2 and pyrrolidone , dimethylacetamide ( hydrogenated dimethylsulfoxide ) , non-ionic surfactants 60 Cremophor EL , ( RH 40 , Cremophor RH M-1944CS , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 palm polysorbate 80 , Solutol HS 15 , sorbitan monooleate , and 407 , Labrafil ( , Labrafil M-2125CS , Labrasol , Gellucire PEG , Softigen 767 triglycerides and water and di-fatty acid esters of 1750 300 , 400 , or 44/14 ) , @DRUG$ - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , @DRUG$ , soybean oil , hydrogenated vegetable ) , poloxamer soybean oil , and medium- chain , , coconut oil - of seed oil , , formulations liquids / semi-solids Cremophor beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- organic diglycerides ) , various cyclodextrins and alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- A , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review commercially available and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate polysorbate 20 , polysorbate 80 Solutol HS 15 sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , , or ) , @DRUG$ - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , @DRUG$ , soybean oil , hydrogenated vegetable oils , soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , chain mono- and diglycerides ) , various cyclodextrins alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	The thiocarbamate antimycotics @DRUG$ and @DRUG$ blocked sterol biosynthesis in fungal cells and cell extracts, with accumulation of squalene.	The thiocarbamate antimycotics @DRUG$ and @DRUG$ blocked steroid alcohol biosynthesis in fungal cells and cellphone extracts , with accumulation of squalene .	The thiocarbamate antimycotics @DRUG$ and @DRUG$ blocked sterol accumulation cell fungal cells and in extracts , with biosynthesis of squalene .	The thiocarbamate @DRUG$ and @DRUG$ blocked sterol biosynthesis in fungal cells and cell extracts , with accumulation squalene .	@DRUG$ and @DRUG$ are antimycotics that block sterol biosynthesis in fungal cells and cell extracts, causing accumulation of squalene.	0
0	The metabolism and pharmacokinetics of @DRUG$ hydrochloride, a 1, 4-dihydropyridine @DRUG$ antagonist were evaluated following single oral administration of a sustained release formulation (SR) capsule comprising of quick and slow release pellets to healthy male volunteers.	The metabolism and pharmacokinetics of @DRUG$ hydrochloride , a 1 , quaternion - dihydropyridine @DRUG$ antagonist were evaluated following single oral administration of a have release formulation ( SR ) capsule comprising of quick and slow release pellet to healthy male unpaid worker .	The metabolism and pharmacokinetics of @DRUG$ hydrochloride , a pellets to 4 - dihydropyridine @DRUG$ antagonist of volunteers following single oral administration of a sustained release formulation ( SR ) capsule comprising were quick and slow release 1 , healthy male evaluated .	The metabolism pharmacokinetics of @DRUG$ hydrochloride , a , - dihydropyridine @DRUG$ antagonist were following oral of a sustained release formulation ( SR ) capsule of quick and slow release pellets to healthy male volunteers .	The metabolism and pharmacokinetics of @DRUG$ hydrochloride were evaluated following single oral administration of a sustained release formulation (SR) capsule comprising of quick and slow release pellets to healthy male volunteers.	1
0	New drugs are synthesized by acting as multitarget-directed ligands, with MAO, acetylcholinesterase, and @DRUG$ chelation @DRUG$ targets.	freshly drug are synthesized by acting as multitarget - directed ligands , with MAO , acetylcholinesterase , and @DRUG$ chelation @DRUG$ targets .	New drugs directed synthesized by acting as ligands - are multitarget , with MAO , acetylcholinesterase , and @DRUG$ chelation @DRUG$ targets .	New drugs are synthesized by acting as multitarget directed ligands , with MAO acetylcholinesterase , @DRUG$ chelation @DRUG$ targets	New drugs are synthesized by acting as multitarget - directed ligands , with MAO and acetylcholinesterase chelation @DRUG$ targets .	1
0	At the end of the procedure the deer received zuclopenthixol acetate 1 mg/kg i.m. and (to antagonize the @DRUG$) tolazoline 2 mg/kg i.@DRUG$. Group 2 (>1 yr old; n = 7) deer were administered xylazine 1 mg/kg i.m..	At the end of the procedure the deer received zuclopenthixol acetate rayon 1 mg / kilo i.m. and ( to antagonize the @DRUG$ ) tolazoline 2 mg / kilo i.@DRUG$ . aggroup 2 ( >1 yr erstwhile ; n = 7 ) deer were shell out xylazine 1 mg / kilo i.m..	At kg end kg of procedure the deer received zuclopenthixol acetate 1 mg / the i.m. and ( to antagonize the @DRUG$ ) tolazoline 2 Group / kg i.@DRUG$ . mg 2 ( >1 yr old ; n = 7 ) administered were deer xylazine 1 mg / the i.m..	At end of the procedure the deer received zuclopenthixol acetate 1 mg / i.m. and ( to the @DRUG$ ) tolazoline 2 mg / kg i.@DRUG$ . Group ( >1 yr old ; n = 7 ) deer administered xylazine 1 mg kg i.m..	Zuclopenthixol acetate 1 mg / kg i.m. was administered to deer in Group 1, and tolazoline 2 mg / kg i.m. was administered to deer in Group 2 in order to antagonize the effects of @DRUG$.	1
0	The volume of distribution (Vd) was also much larger for p-cresol than for creatinine (2.9 +/- 1.4 vs. 0.6 +/- 0.1 @DRUG$/kg, @DRUG$<0.01).	The volume of statistical distribution ( venereal disease ) was also often larger for p-cresol than for creatinine ( 2.9 +/- 1.4 vs. 0.6 +/- 0.1 @DRUG$ / kg , @DRUG$ < 0.01 ) .	The volume of distribution ( Vd ) 0.6 also much larger for ( than for creatinine p-cresol 2.9 +/- 1.4 vs. was , 0.1 @DRUG$ / kg +/- @DRUG$ < 0.01 ) .	The volume of distribution ( Vd ) was also much for than for creatinine ( 2.9 +/- 1.4 vs. +/- 0.1 @DRUG$ / kg , @DRUG$ < 0.01 ) .	The volume of distribution ( Vd ) was much larger for p-cresol than for creatinine ( 2.9 +/- 1.4 vs. 0.6 +/- 0.1 @DRUG$ / kg , @DRUG$ < 0.01 ) .	0
0	Pyridoxine (pyridoxamine) 5'-phosphate oxidase (PPOX) catalyzes the oxidative conversion of pyridoxamine 5'-phosphate (@DRUG$) or pyridoxine 5'-phosphate (PNP) to pyridoxal 5'-phosphate (@DRUG$).	Pyridoxine ( pyridoxamine ) fivesome ' - phosphate oxidase ( PPOX ) catalyse the oxidative transition of pyridoxamine fivesome ' - phosphate ( @DRUG$ ) or pyridoxine fivesome ' - phosphate ( PNP ) to pyridoxine fivesome ' - phosphate ( @DRUG$ ) .	Pyridoxine ( pyridoxamine ) 5 ' - phosphate ) ( PPOX ) - the oxidative conversion of - 5 ' catalyzes phosphate ( @DRUG$ ) or pyridoxine 5 ' - phosphate pyridoxamine PNP ) to pyridoxal 5 ' ( phosphate ( @DRUG$ oxidase .	Pyridoxine ( pyridoxamine ) 5 ' - phosphate oxidase ( PPOX ) catalyzes the oxidative conversion of pyridoxamine 5 ' - phosphate ( @DRUG$ ) or pyridoxine 5 ' - phosphate ( PNP to pyridoxal ' - phosphate ( @DRUG$ ) .	Pyridoxine ( pyridoxamine ) 5 ' - phosphate oxidase ( PPOX ) catalyzes the oxidative conversion of pyridoxamine 5 ' - phosphate ( @DRUG$ ) or pyridoxine 5 ' - phosphate ( PNP ) to pyr	1
0	Pregnant goats were induced to parturition on day 145 of pregnancy, with three different protocols: group Cl (n = 19) was injected intramuscularly (IM) with 75 microg of the prostaglandin analogue R-Cloprostenol; group L (n = 20) was treated IM with 7.5 mg of the prostaglandin analogue @DRUG$; group L(50) (n = 18) was injected IM with 3.75 @DRUG$ of Luprostiol (IM); in addition, Group S (Control, n = 15) was injected IM with 1 ml of saline solution.	Pregnant goats were induced to giving birth on day  of maternity , with three different protocols : group Cl ( atomic number  = nineteen ) was injected intramuscularly ( IM ) with 75 microg of the prostaglandin analogue R-Cloprostenol ; group L ( atomic number  = 20 ) was treated IM with 7.5 mg of the prostaglandin analogue @DRUG$ ; group L (  ) ( atomic number  =  ) was injected IM with 3.75 @DRUG$ of Luprostiol ( IM ) ; in addition , chemical group S ( Control , atomic number  = 15 ) was injected IM with one ml of saline root .	Pregnant goats were induced to parturition IM day 145 of the , with three different protocols : group Cl of n = 19 was ) injected intramuscularly ( was ) with 75 microg ) pregnancy prostaglandin ; R-Cloprostenol ; group L ( n = 20 ) IM treated IM with 7.5 mg of the prostaglandin analogue @DRUG$ ; group saline ( 50 of ( n = 18 ) was injected IM with 3.75 @DRUG$ ( Luprostiol was on ) analogue in addition , Group S ( Control injected n = 15 ) ( , IM with 1 ml of L solution .	Pregnant goats were induced to parturition on day 145 of pregnancy , with three different protocols : group ( n = 19 ) was injected intramuscularly ( ) with microg of the prostaglandin analogue R-Cloprostenol ; group L ( n = 20 ) was treated IM with 7.5 mg of the prostaglandin analogue @DRUG$ ; group ( 50 ) ( n 18 ) was injected IM with 3.75 @DRUG$ of Luprostiol ( IM ; in , Group S ( Control n ) was injected IM ml of saline solution .	Group L ( n = 20 ) was treated IM with 7.5 mg of the prostaglandin analogue @DRUG$ ; group L ( 50 ) ( n = 18 ) was injected IM with 3.75 @DRUG$ of Luprostiol ( IM ) .	0
0	RESULTS: The ET-1-induced (10(-8) @DRUG$) contraction in isolated BTM was inhibited by PGF2alpha (10(-6) M) and @DRUG$ (10(-6) M).	lead : The ET -1 - induced ( x ( - 8 ) @DRUG$ ) contraction in detached BTM was inhibited by PGF2alpha ( x ( - 6 ) mb ) and @DRUG$ ( x ( - 6 ) mb ) .	RESULTS : The - -1 - induced ( 10 ( ET 8 ) @DRUG$ - contraction in isolated BTM ( inhibited by PGF2alpha was 10 ( - 6 ) M ) and @DRUG$ ( 10 ( ) 6 ) M ) .	RESULTS : The ET -1 - induced ( 10 ( - 8 ) @DRUG$ ) contraction in isolated BTM was inhibited by PGF2alpha 10 ( 6 ) M ) and @DRUG$ ( 6 ) M ) .	The ET-1-induced (10(-8) @DRUG$) contraction in isolated BTM was inhibited by PGF2alpha (10(-6) M) and @DRUG$ (10(-6) M).	0
0	We have examined the effects of chronic treatment with anethole trithione on salivary secretion, substance @DRUG$ immunoreactive substance (SP-IS) and alpha-calcitonin gene-related peptide immunoreactive substance (alpha-@DRUG$-IS) concentrations in human saliva.	We have examined the effects of chronic intervention with anethole trithione on salivary secretion , substance @DRUG$ immunoreactive substance ( SP - equal ) and alpha-calcitonin gene-related peptide immunoreactive substance ( alpha - @DRUG$ - equal ) tightness in man saliva .	We have examined IS effects of chronic treatment with anethole trithione ( salivary secretion , substance @DRUG$ SP substance ( immunoreactive - the ) and alpha-calcitonin ) peptide immunoreactive substance on alpha - @DRUG$ - IS gene-related concentrations in human saliva .	We have examined the effects of chronic treatment with anethole trithione on salivary secretion , substance @DRUG$ immunoreactive substance ( SP - IS ) and alpha-calcitonin gene-related peptide immunoreactive substance ( - @DRUG$ - IS ) concentrations in saliva .	We have found that anethole trithione treatment can increase the levels of SP-IS and alpha-@DRUG$-IS in human saliva.	1
0	The @DRUG$-primary efficacy endpoint of non-inferiority in @DRUG$ change was met, and IIM led to a significantly more rapid hematological response in the first two weeks.	The @DRUG$ - primary efficacy endpoint of non-inferiority in @DRUG$ change was receive , and IIM led to a significantly more rapid hematological answer in the first two hebdomad .	The @DRUG$ - primary efficacy endpoint and non-inferiority in @DRUG$ change was two , rapid IIM led to a significantly more of hematological response in the first met weeks .	The @DRUG$ - primary efficacy endpoint of non-inferiority in @DRUG$ change was met , and IIM led to a significantly more rapid hematological response in the first two weeks .	@DRUG$ was found to be non-inferior to @DRUG$ in terms of its ability to change hematological response in the first two weeks.	0
0	Since the therapeutic dose of salmeterol is very low, it is unlikely that any clinically relevant interactions will be observed as a consequence of the coadministration of @DRUG$ and other drugs, such @DRUG$ fluticasone propionate, that are metabolised by CYP3A.	Since the therapeutic dose of salmeterol is very low , it is unconvincing that any clinically relevant interactions will be ascertained as a upshot of the coadministration of @DRUG$ and other dose , such @DRUG$ fluticasone propionate , that are metabolised by CYP3A .	Since the therapeutic unlikely of salmeterol is very low , it is dose that any clinically relevant interactions will be observed as a consequence of the coadministration by @DRUG$ and other drugs CYP3A such @DRUG$ , propionate , that are metabolised of fluticasone .	Since the therapeutic dose of salmeterol is very , is unlikely that clinically relevant interactions will be observed as a the coadministration of @DRUG$ and other drugs , such @DRUG$ fluticasone propionate , that are metabolised by .	Since the therapeutic dose of salmeterol is very low, it is unlikely that any clinically relevant interactions will be observed as a consequence of the coadministration of @DRUG$ and other drugs, such as @DRUG$ fluticasone propionate, that are metabolised by CYP3	0
0	The peristalsis was similar to that stimulated by @DRUG$, an oxanthrone produced by chemical hydrolysis and reduction of @DRUG$.	The peristalsis was similar to that stimulate by @DRUG$ , an oxanthrone produced by chemic hydrolysis and reduction of @DRUG$ .	The and was similar to that stimulated an @DRUG$ , by oxanthrone produced by chemical hydrolysis peristalsis reduction of @DRUG$ .	The peristalsis was similar to that stimulated @DRUG$ , an oxanthrone produced by chemical hydrolysis and reduction of @DRUG$ .	The peristalsis was similar to that stimulated by @DRUG$ , an oxanthrone produced by chemical hydrolysis and reduction of @DRUG$ ."DRUGA and DRUGB are related in that DRUGA is produced by chemical hydrolysis and reduction of DRU	0
1	Trials investigating the efficacy of once-daily co-formulated elvitegravir/@DRUG$/emtricitabine/tenofovir (EVG/COBI/FTC/TDF) demonstrate a high rate of virologic suppression with fewer CNS and psychiatric adverse events compared with co-formulated @DRUG$/emtricitabine/tenofovir.	Trials investigating the efficacy of once-daily co-formulated elvitegravir / @DRUG$ / emtricitabine / tenofovir ( EVG / COBI / FTC / TDF ) demonstrate a richly rate of virologic suppression with few CNS and psychiatrical contrary events compared with co-formulated @DRUG$ / emtricitabine / tenofovir .	Trials investigating the efficacy / once-daily co-formulated elvitegravir TDF @DRUG$ / emtricitabine of tenofovir ( EVG / COBI / ) / / FTC demonstrate a high rate / virologic suppression with fewer CNS and psychiatric adverse events compared with co-formulated @DRUG$ / emtricitabine of tenofovir .	Trials investigating the efficacy of once-daily co-formulated elvitegravir / @DRUG$ / emtricitabine / tenofovir ( EVG / COBI / FTC TDF ) demonstrate high rate of virologic suppression with fewer CNS and psychiatric adverse events compared with co-formulated @DRUG$ emtricitabine / .	Trials investigating the efficacy of once-daily co-formulated elvitegravir / @DRUG$ / emtricitabine / tenofovir ( EVG / COBI / FTC / TDF ) demonstrate a high rate of virologic suppression with fewer CNS and	1
1	This study evaluated the potential pharmacokinetic and cognitive interactions of @DRUG$ 60 mg with @DRUG$ 0.5 g/kg in a single-center, double-blind, randomized, placebo-controlled crossover study in healthy adult male participants (n = 24).	This hit the books evaluated the voltage pharmacokinetic and cognitive interactions of @DRUG$ 60 mg with @DRUG$ 0.5 g/ kg in a single-center , double - blind , randomized , placebo- controlled crossover hit the books in healthy grown virile participants ( n = 24 ) .	This study evaluated the potential pharmacokinetic and n interactions of @DRUG$ 60 mg with @DRUG$ 0.5 g/ kg in a single-center , in - blind , randomized healthy cognitive controlled crossover study double , adult male participants ( placebo- = 24 ) .	This study evaluated the potential pharmacokinetic and cognitive interactions of @DRUG$ 60 mg with @DRUG$ 0.5 g/ kg in a single-center - blind , randomized , placebo- controlled study in healthy male participants ( n = 24 )	This study found that there was no significant pharmacokinetic or cognitive interaction between @DRUG$ and @DRUG$.	0
0	Additionally, P188 protected cultured hippucampal HT22 cells against @DRUG$-glucose deprivation and reoxygenation (OGD/@DRUG$) injury.	additionally , P188 protected civilized hippucampal HT22 cells against @DRUG$ - glucose deprivation and reoxygenation ( OGD / @DRUG$ ) injury .	Additionally , cells protected cultured hippucampal HT22 - against @DRUG$ P188 glucose deprivation and reoxygenation ( OGD / @DRUG$ ) injury .	Additionally , cultured hippucampal HT22 cells against @DRUG$ - glucose deprivation and reoxygenation ( OGD / @DRUG$ ) injury .	P188 protected cultured hippucampal HT22 cells against @DRUG$ - glucose deprivation and reoxygenation ( OGD / @DRUG$ ) injury .	0
0	In pre-planned secondary analyses, a significant decrease in sweat chloride concentration occurred in the treatment groups between day 1 and day 56 (lumacaftor 400 mg once per day group -9.1 mmol/L, @DRUG$<0.001; lumacaftor 600 mg once per day group -8.9 mmol/L, p<0.001; @DRUG$ 400 mg every 12 h group -10.3 mmol/L, p=0.002).	In pre-planned junior grade take apart , a significant decrease in swither chloride assiduousness occurred in the treatment groups between day single and day 56 ( lumacaftor four hundred mg once per day group - 9.1 mmol /  , @DRUG$ < 0.001 ; lumacaftor 600 mg once per day group - 8.9 mmol /  , p<0.001 ; @DRUG$ four hundred mg every 12 h group - 10.3 mmol /  , p=0.002 ) .	once pre-planned secondary analyses , a significant mg in sweat - concentration occurred in the treatment groups between day 1 / day 56 ( lumacaftor 400 mg once per day group - decrease mmol / L , @DRUG$ < 0.001 ; lumacaftor 600 9.1 In mmol day group - 8.9 per and L , p<0.001 ; @DRUG$ 400 mg every 12 h group chloride 10.3 mmol / , L p=0.002 ) .	In pre-planned secondary analyses , a significant decrease in sweat chloride concentration occurred in treatment groups between day 1 and day 56 ( lumacaftor 400 mg once per day group - 9.1 mmol L , @DRUG$ < 0.001 ; lumacaftor 600 mg once per day group - 8.9 mmol / L , p<0.001 ; @DRUG$ mg 12 h group - 10.3 mmol / L , p=0.002 ) .	There was a significant decrease in sweat chloride concentration between day 1 and day 56 in the groups that received lumacaftor 400 mg once per day, lumacaftor 600 mg once per day, and @DRUG$ 400 mg every 12 hours.	1
0	Long term prophylactic oral @DRUG$, in patients with frequent episodes of genital herpes simplex, totally suppresses recurrences in the majority of subjects; @DRUG$ with other infections responding to acyclovir, viral latency is not eradicated and pretreatment frequencies of recurrence return after discontinuation of treatment.	Long full term prophylactic oral @DRUG$ , in patients with sponsor instalment of genital herpes simplex , totally suppresses recurrences in the majority of subjects ; @DRUG$ with other infections responding to acyclovir , viral latency is not eradicated and pretreatment frequencies of return return after discontinuation of treatment .	of term prophylactic oral @DRUG$ , in patients with frequent episodes of genital herpes simplex recurrence totally suppresses recurrences in the majority , subjects ; @DRUG$ with other infections responding to acyclovir latency viral of is not eradicated and pretreatment frequencies of , return after discontinuation Long treatment .	Long term prophylactic oral @DRUG$ , in patients with frequent episodes of genital herpes , totally suppresses recurrences in the majority of subjects ; @DRUG$ with other infections to acyclovir , viral is eradicated pretreatment frequencies of recurrence return after discontinuation of .	@DRUG$ is a long-term prophylactic oral medication that suppresses recurrences in the majority of patients with frequent episodes of genital herpes simplex. @DRUG$ is an oral medication that is used to treat other infections and is also effective in treating herpes simplex virus infections.	0
1	Cases of refractory depression might improve with a combination of @DRUG$ with other antidepressants, such as @DRUG$ or a SSRI.	Cases of refractory economic crisis might improve with a combination of @DRUG$ with other antidepressants , such as @DRUG$ or a ssri .	Cases of refractory depression might improve with a combination of @DRUG$ such as antidepressants , with other @DRUG$ or a SSRI .	Cases of depression might improve with a combination of @DRUG$ with other antidepressants , such as @DRUG$ a SSRI .	Cases of refractory depression might improve with a combination of @DRUG$ with other antidepressants, such as @DRUG$ or a SSRI.	0
0	@DRUG$ concentrations rose, and high density lipoprotein-@DRUG$ (HDL-C) fell in both groups.	@DRUG$ concentrations rose , and high tightness lipoprotein- @DRUG$ ( HDL - C ) fell in both groups .	@DRUG$ concentrations rose , and high density both @DRUG$ ( HDL - C ) fell in lipoprotein- groups .	@DRUG$ concentrations rose , and high density lipoprotein- @DRUG$ ( HDL - C fell in both groups .	As @DRUG$ concentrations increased, HDL-C levels decreased.	1
0	The peroxidase activity as followed with guaiacol and hydrogen peroxide and the @DRUG$-stimulated conversion of prostaglandin G1 to H1 were not dissociable @DRUG$ examined by isoelectric focusing, heat treatment, pH profile, and heme specificity.	The peroxidase activity as followed with guaiacol and atomic number  hydrogen peroxide and the @DRUG$ - stimulated conversion of prostaglandin G1 to H1 were not dissociable @DRUG$ examined by isoelectric focusing , passion treatment , pH visibility , and heme specificity .	with peroxidase activity as followed The guaiacol and hydrogen heat and the @DRUG$ - stimulated conversion of prostaglandin H1 to G1 were not dissociable @DRUG$ examined by isoelectric focusing , peroxide treatment , pH profile , and heme specificity .	The peroxidase activity as followed with guaiacol and hydrogen peroxide and @DRUG$ - stimulated conversion of prostaglandin G1 to H1 were not dissociable @DRUG$ examined by isoelectric focusing , heat treatment , pH profile , and heme specificity .	The peroxidase activity as followed with guaiacol and hydrogen peroxide and the @DRUG$ - stimulated conversion of prostaglandin G1 to H1 were not dissociable @DRUG$ examined by isoelectric focusing , heat treatment , pH profile , and heme	0
0	A total of 45 patients with generalized anxiety disorder were treated twice daily for 2 weeks, on a double-blind basis, with 0.5 mg etizolam, 0.5 @DRUG$ @DRUG$ or 3 mg bromazepam, and symptoms were assessed using Hamilton's rating scale for anxiety and Hamilton's rating scale for depression.	A total of xlv patients with generalized anxiety disorder were treated twice daily for deuce weeks , on a twofold - blind basis , with 0.5 magnesium etizolam , 0.5 @DRUG$ @DRUG$ or 3 magnesium bromazepam , and symptoms were assessed using Hamilton 's rating scale for anxiety and Hamilton 's rating scale for economic crisis .	A total of scale patients with generalized anxiety disorder depression treated twice daily were 2 weeks , on a double 3 blind basis , with 0.5 mg etizolam Hamilton 0.5 @DRUG$ @DRUG$ or - mg bromazepam , and symptoms were assessed using , 's rating 45 for anxiety and Hamilton 's rating scale for for .	A total of 45 patients with anxiety disorder were treated twice daily for 2 weeks on a double - blind basis , with mg etizolam , 0.5 @DRUG$ @DRUG$ or 3 bromazepam , symptoms were assessed using rating scale for anxiety and Hamilton 's rating scale for depression .	A total of 45 patients were treated with either 0.5 mg etizolam, 0.5 mg of a drug A plus drug B, or 3 mg of bromazepam, and symptoms were assessed using two different scales.	1
0	Furthermore, the drug appears to be more effective than isosorbide dinitrate 30 mg/day when used adjunctively in patients with angina pectoris poorly controlled by @DRUG$ 120 @DRUG$/day.	Furthermore , the drug appears to be more effective than isordil dinitrate 30 mg / clarence day when victimized adjunctively in patients with angina pectoris poorly controlled by @DRUG$ 120 @DRUG$ / clarence day .	, Furthermore the drug appears to be more effective than used dinitrate 30 mg / with when isosorbide adjunctively in patients day angina pectoris poorly controlled by @DRUG$ 120 @DRUG$ / day .	Furthermore , the drug to be more effective than dinitrate 30 mg / day when used adjunctively in patients with angina poorly controlled by @DRUG$ 120 @DRUG$ / day .	The drug appears to be more effective than isosorbide dinitrate 30 mg / day when used adjunctively in patients with angina pectoris poorly controlled by @DRUG$ 120 @DRUG$ / day .	0
0	Statin treatment represents the @DRUG$ standard in the reduction of low-density lipoprotein @DRUG$ and cardiovascular risk.	Statin treatment represents the @DRUG$ standard in the reduction of low density lipoprotein @DRUG$ and cardiovascular risk .	Statin treatment represents the @DRUG$ standard in low-density reduction of the lipoprotein @DRUG$ and cardiovascular risk .	Statin treatment represents the @DRUG$ standard in the reduction of low-density lipoprotein @DRUG$ and cardiovascular risk .	Statin treatment is the best way to reduce low-density lipoprotein levels and reduce the risk of cardiovascular disease.	1
0	@DRUG$, a urinary analgesic which discolors the urine @DRUG$, can be administered orally preoperatively.	@DRUG$ , a urinary analgesic which discolors the urine @DRUG$ , can be dish out orally preoperatively .	@DRUG$ , a urinary analgesic which discolors the urine @DRUG$ , can be preoperatively orally administered .	@DRUG$ , a urinary analgesic discolors the urine @DRUG$ , can be administered preoperatively .	@DRUG$ is a drug that is used to relieve pain, and it can also discolor the urine. @DRUG$ is a drug that is used to treat infections, and it can also discolor the urine.	0
0	Given the role APE1 plays in repairing oxidative and ionizing radiation DNA damage, the reports of lucanthone @DRUG$ an ionizing radiation enhancer and the potential use of lucanthone as an @DRUG$ endonuclease inhibitor, we examined whether lucanthone could inhibit APE1 endonuclease activity.	Given the persona APE1 plays in repairing oxidative and ionizing radiation desoxyribonucleic acid damage , the reports of lucanthone @DRUG$ an ionizing radiation enhancer and the potential use of lucanthone as an @DRUG$ endonuclease inhibitor , we essay whether lucanthone could subdue APE1 endonuclease activity .	Given the could APE1 plays in repairing oxidative and ionizing radiation DNA damage , the reports of lucanthone @DRUG$ an lucanthone radiation enhancer and the potential use we lucanthone as an @DRUG$ role inhibitor , of examined whether ionizing endonuclease inhibit APE1 endonuclease activity .	Given role APE1 plays in repairing oxidative and ionizing radiation DNA , reports of lucanthone @DRUG$ an ionizing radiation enhancer and the potential use of lucanthone as an @DRUG$ endonuclease inhibitor , we examined whether lucanthone could inhibit APE1 endonuclease activity .	Lucanthone, a drug known to enhance the effects of ionizing radiation, was found to also inhibit the activity of the enzyme APE1, which is responsible for repairing oxidative and ionizing radiation damage to DNA.	1
0	BACKGROUND: Although proxymetacaine and @DRUG$ produce topical ocular and spinal anesthesia, they have never been tested @DRUG$ cutaneous anesthetics.	BACKGROUND : Although proxymetacaine and @DRUG$ produce topical eyepiece and spinal anaesthesia , they have never been tested @DRUG$ cutaneous anesthetics .	BACKGROUND : Although proxymetacaine and @DRUG$ produce topical ocular cutaneous spinal anesthesia and they have never been tested @DRUG$ , anesthetics .	BACKGROUND : proxymetacaine and @DRUG$ produce topical and spinal anesthesia , they have never been tested @DRUG$ anesthetics .	Although proxymetacaine and @DRUG$ produce topical ocular and spinal anesthesia, they have never been tested as cutaneous anesthetics.	1
0	In contrast, @DRUG$ preincubation did not depress GLUT1 protein and activity levels or @DRUG$ recycling in astrocytes.	In counterpoint , @DRUG$ preincubation did not depress GLUT1 protein and activity levels or @DRUG$ recycling in astrocytes .	In contrast , @DRUG$ preincubation did GLUT1 depress not protein and activity levels or @DRUG$ recycling in astrocytes .	In contrast , @DRUG$ preincubation did depress GLUT1 protein and activity levels or @DRUG$ recycling in astrocytes .	@DRUG$ did not depress GLUT1 protein and activity levels or @DRUG$ recycling in astrocytes.	0
0	In postoperative AF, intravenous @DRUG$ also improved the chance of restoration of normal sinus rhythm (45% vs 15% with placebo; @DRUG$ = 0.0002).	In postoperative AF , intravenous @DRUG$ also improved the chance of renovation of normal venous sinus rhythm ( 45 % vs  % with placebo ; @DRUG$ = 0.0002 ) .	In postoperative restoration , intravenous @DRUG$ also improved the chance of AF with normal sinus rhythm ( 45 % vs 15 of % placebo ; @DRUG$ = 0.0002 ) .	In postoperative AF , intravenous @DRUG$ improved the chance of restoration of normal sinus rhythm ( 45 % vs 15 % placebo ; @DRUG$ = 0.0002 ) .	@DRUG$ is more likely to restore normal sinus rhythm than placebo in postoperative AF.	1
0	These compounds are reported for their antimicrobial and antifungal activities, and are subsequently highlighted @DRUG$ a potent mechanism-based inhibitor of several enzymes like acyl coenzyme A @DRUG$ acyltransferase, monoamine oxidase, heat shock protein 90, cathepsin D, and c-Jun N-terminal kinases.	These heighten are reported for their antimicrobial and antifungal activities , and are afterward highlighted @DRUG$ a potent mechanism - based inhibitor of several enzymes same acyl group coenzyme A @DRUG$ acyltransferase , monoamine oxidase , heat shock protein 90 , cathepsin D , and c- Jun N-terminal kinases .	D compounds are , for their antimicrobial and antifungal activities , and are subsequently highlighted @DRUG$ a potent mechanism - based inhibitor of several enzymes like acyl coenzyme reported @DRUG$ acyltransferase These monoamine oxidase , heat shock protein 90 , cathepsin , A and c- Jun N-terminal kinases .	These compounds are reported for their antimicrobial and antifungal activities , and are subsequently highlighted @DRUG$ potent mechanism - based inhibitor of several enzymes like acyl coenzyme A @DRUG$ acyltransferase , monoamine oxidase , heat shock protein 90 , cathepsin D , and c- Jun N-terminal kinases .	@DRUG$ is a potent inhibitor of several enzymes, including acyl coenzyme A acyltransferase, monoamine oxidase, heat shock protein 90, cathepsin D, and c-Jun N-terminal kinases. @DRUG$ is a potent antimicrobial and ant	0
0	RESULTS: Many kinds of SSRIs, such @DRUG$ @DRUG$, sertraline, paroxetine and citalopram, have widely been employed to treat PE.	RESULTS : Many kinds of SSRIs , such @DRUG$ @DRUG$ , sertraline , paroxetine and citalopram , have widely been employed to plow pe .	RESULTS : Many paroxetine of SSRIs , such @DRUG$ @DRUG$ , , , kinds and citalopram sertraline have widely been employed to treat PE .	RESULTS : Many kinds of SSRIs , such @DRUG$ @DRUG$ , paroxetine and citalopram , have widely to treat PE .	Many kinds of SSRIs, such as @DRUG$, @DRUG$, sertraline, paroxetine and citalopram, have widely been employed to treat PE.	0
0	This demand was satisfied by the discovery of presqualene pyrophosphate, an optically active C30 substituted cyclopropylcarbinyl pyrophosphate, the absolute configuration of which at all three asymmetric centers of the cyclopropane ring was deduced to be @DRUG$. Possible mechanisms for the biosynthesis of presqualene pyrophosphate and its reductive transformation into @DRUG$ are presented.	This demand was fill by the discovery of presqualene pyrophosphate , an optically active C30 substituted cyclopropylcarbinyl pyrophosphate , the absolute constellation of which at all triplet asymmetric centers of the cyclopropane ring was deduced to be @DRUG$ . Possible mechanism for the biosynthesis of presqualene pyrophosphate and its reductive transformation into @DRUG$ are submit .	This active was satisfied by the discovery of presqualene pyrophosphate , an optically demand C30 substituted was pyrophosphate , the absolute are of which at all three cyclopropylcarbinyl centers of the cyclopropane configuration asymmetric deduced to be @DRUG$ . Possible mechanisms for the biosynthesis of presqualene pyrophosphate and its reductive transformation into @DRUG$ ring presented .	This demand was satisfied by the discovery of pyrophosphate , an optically active C30 substituted cyclopropylcarbinyl pyrophosphate , the absolute configuration which at all three asymmetric centers of the cyclopropane ring was deduced be @DRUG$ . Possible mechanisms for the biosynthesis of presqualene pyrophosphate and its reductive transformation into @DRUG$ presented .	@DRUG$ is the molecule that is produced when presqualene pyrophosphate is reduced, and @DRUG$ is the molecule that is produced when DRUGA is reduced.	0
0	In some areas of the CNS, @DRUG$ seems to be @DRUG$-released with GABA, the main inhibitory amino acid neurotransmitter.	In some areas of the cns , @DRUG$ seems to be @DRUG$ - released with GABA , the main repressive amino acid neurotransmitter .	In some areas of the the , @DRUG$ seems to be @DRUG$ , released with GABA - CNS main inhibitory amino acid neurotransmitter .	In some areas of CNS , @DRUG$ seems to be @DRUG$ - released with , main inhibitory amino acid neurotransmitter .	In some areas of the CNS, @DRUG$ is released with GABA, the main inhibitory amino acid neurotransmitter.	1
0	The estimated cumulative incidence of the detection of one or more adenomas by year 3 was 60.7 percent for patients receiving placebo, as compared with 43.2 percent for those receiving 200 mg of celecoxib twice a day (risk ratio, 0.67; 95 percent confidence interval, 0.59 to 0.77; P<0.001) and 37.5 percent for those receiving 400 @DRUG$ of celecoxib twice a day (risk ratio, 0.55; 95 percent confidence interval, 0.48 to 0.64; @DRUG$<0.001).	The forecast cumulative incidence of the detection of one or more adenoma by year trey was 60.7 percent for patients receiving placebo , as compare with 43.2 percent for those receiving  milligram of celebrex double a day ( risk ratio , 0.67 ; 95 percent confidence interval , 0.59 to 0.77 ; P<0.001 ) and 37.5 percent for those receiving 400 @DRUG$ of celebrex double a day ( risk ratio , 0.55 ; 95 percent confidence interval , 0.48 to 0.64 ; @DRUG$ < 0.001 ) .	, estimated cumulative incidence of the detection of one or The adenomas by year 3 interval 60.7 percent for patients receiving placebo , as compared with 43.2 percent for those receiving mg 200 of celecoxib twice 95 day ; risk ratio , 0.67 ; a to confidence was more 0.59 to 0.77 ; P<0.001 ) and 37.5 percent for those receiving 400 @DRUG$ of celecoxib twice a day ( risk ratio , 0.55 ( 95 percent confidence interval , 0.48 percent 0.64 ; @DRUG$ < 0.001 ) .	The estimated cumulative incidence the of one more adenomas by year was 60.7 percent for patients receiving placebo , as compared with percent those receiving 200 mg of celecoxib a day ( risk ratio , 0.67 ; confidence interval , 0.59 to 0.77 ; P<0.001 ) and 37.5 percent for receiving 400 @DRUG$ of celecoxib twice a day ( risk ratio 0.55 ; 95 percent confidence interval , 0.48 to ; @DRUG$ < 0.001 ) .	The estimated cumulative incidence of the detection of one or more adenomas by year 3 was 60.7 percent for patients receiving placebo, as compared with 37.5 percent for those receiving 400 mg of celecoxib twice a day (risk ratio, 0.55; 95 percent confidence interval, 0	1
0	In vitro pharmacological assessment included inhibition of forskolin-stimulated cAMP accumulation and the reversal of this inhibition produced by dopamine in clonal CHO cell lines expressing high and low densities of human @DRUG$ D(2L) and @DRUG$(2S) receptors.	In vitro pharmacological assessment included inhibition of forskolin-stimulated cAMP aggregation and the reversal of this inhibition produced by dopamine in clonal CHO cell lines expressing high and broken densities of man @DRUG$ D ( 2L ) and @DRUG$ ( ii ) receptors .	In vitro and assessment included inhibition of forskolin-stimulated cAMP accumulation 2L the reversal of this inhibition clonal by dopamine in and CHO cell lines expressing high produced low densities of human @DRUG$ D ( pharmacological ) and @DRUG$ ( 2S ) receptors .	In vitro pharmacological assessment included inhibition forskolin-stimulated cAMP accumulation and the reversal of this inhibition produced dopamine in clonal CHO cell lines expressing high and low densities of human @DRUG$ D ( 2L ) and @DRUG$ ( receptors .	Drug A inhibits the production of cAMP in cells that express high levels of the @DRUG$ receptor, while Drug B reverses this inhibition in cells that express high levels of the @DRUG$ receptor.	0
0	The synthetic androgen 7alpha-methyl-@DRUG$ (@DRUG$) may offer advantages because it is resistant to 5alpha-reduction and is therefore less active at the prostate.	The synthetic androgen 7alpha-methyl - @DRUG$ ( @DRUG$ ) may offer advantage because it is resistant to 5alpha-reduction and is therefore lupus erythematosus active at the prostate .	The is androgen 7alpha-methyl synthetic @DRUG$ ( @DRUG$ ) may offer advantages because it is resistant to 5alpha-reduction and - therefore less active at the prostate .	The synthetic androgen 7alpha-methyl - @DRUG$ ( @DRUG$ ) may offer because it is resistant to and is therefore less active at the prostate .	@DRUG$ is a synthetic androgen that is resistant to 5alpha-reduction and is therefore less active at the prostate. @DRUG$ may offer advantages because it is resistant to 5alpha-reduction and is therefore less active at the prostate.	0
1	Many foods and medications, including @DRUG$ supplements, can interfere with @DRUG$ absorption.	Many foods and medications , admit @DRUG$ supplements , can interfere with @DRUG$ absorption .	Many foods and , medications including @DRUG$ supplements , can interfere with @DRUG$ absorption .	Many foods and medications , including @DRUG$ supplements , can interfere with @DRUG$ absorption .	Many foods and medications can interfere with @DRUG$ absorption.	1
0	Thus, @DRUG$ is a particularly worthwhile addition to the antihypertensive armamentarium, @DRUG$ an alternative for treatment of all grades of essential and renovascular hypertension.	Thus , @DRUG$ is a particularly worthwhile addition to the antihypertensive armamentarium , @DRUG$ an option for treatment of all tier of essential and renovascular hypertension .	Thus , @DRUG$ is a particularly worthwhile addition to the antihypertensive armamentarium , @DRUG$ an of for treatment of alternative grades all essential and renovascular hypertension .	Thus , @DRUG$ is a particularly addition to the antihypertensive armamentarium , @DRUG$ an alternative for treatment of all grades of essential and renovascular hypertension .	@DRUG$ is a better option for treating hypertension than @DRUG$, but DRUGB may be used as an alternative in cases where DRUGA is not available or is not tolerated.	0
1	METHODS: We performed a randomized, double-blind, multicenter study to test the efficacy of @DRUG$ (600 mg/d) versus aspirin (325 mg/d) for prevention of vascular events in patients with stroke or transient ischemic attack (Triflusal versus @DRUG$ in Cerebral Infarction Prevention [TACIP]).	method : We performed a randomise , double - blind , multicenter study to test the efficacy of @DRUG$ ( 600 mg / d ) versus aspirin ( 325 mg / d ) for prevention of vascular events in patient with solidus or transient ischemic lash out ( Triflusal versus @DRUG$ in Cerebral Infarction Prevention [ TACIP ] ) .	METHODS : We performed blind randomized , double - a , Prevention study to test ( efficacy of @DRUG$ the 600 mg / d ) versus aspirin ( 325 mg Cerebral d ) for prevention of vascular events in versus with stroke or transient ischemic attack ( Triflusal patients @DRUG$ in / Infarction multicenter [ TACIP ] ) .	: We performed a randomized , double - blind , multicenter study to test the efficacy @DRUG$ ( 600 mg / d ) versus aspirin ( 325 mg / d for prevention of vascular events in patients with stroke or transient ischemic attack ( Triflusal versus @DRUG$ in Cerebral Infarction Prevention [ TACIP ] ) .	We performed a study to test the efficacy of @DRUG$ (600 mg/d) versus aspirin (325 mg/d) for prevention of vascular events in patients with stroke or transient ischemic attack.	1
0	@DRUG$ (beta-@DRUG$-2'deoxythymidine) is a thymidine analogue that belongs to a new class of beta-L-configuration nucleoside analogues with specific activity against hepadnavirus.	@DRUG$ ( beta-@DRUG$ -2'deoxythymidine ) is a thymidine analogue that belongs to a young class of beta-L-configuration nucleoside analogue with specific activity against hepadnavirus .	@DRUG$ ( beta-@DRUG$ -2'deoxythymidine that is a thymidine analogue ) belongs to a new class of beta-L-configuration nucleoside analogues with activity specific against hepadnavirus .	@DRUG$ ( beta-@DRUG$ ) is a thymidine analogue that belongs to a new of beta-L-configuration nucleoside analogues specific activity against hepadnavirus .	@DRUG$ is a drug that is related to @DRUG$, which is a drug that is specifically active against hepadnavirus .	0
0	Patients with untreated MM received four 21-@DRUG$ cycles of PAD, comprising bortezomib 1.3 mg/@DRUG$(2) on days 1, 4, 8 and 11, along with dexamethasone 40 mg on days 1-4, 8-11 and 15-18 during cycle 1 and days 1-4 during cycles 2-4.	Patients with untreated millimetre received quatern 21 - @DRUG$ cycles of PAD , comprising bortezomib 1.3 mg / @DRUG$ ( two ) on days 1 , quaternion , 8 and 11 , along with dexamethasone twoscore mg on days 1 - quaternion , 8- 11 and 15 - 18 during pedal 1 and days 1 - quaternion during cycles 2- quaternion .	Patients with untreated MM received four 21 - @DRUG$ cycles of PAD , comprising bortezomib 1 mg / @DRUG$ ( 2- ) on days 1 cycle 4 1.3 8 and 11 , - with dexamethasone 40 mg on days 1 4 4 , 8- 11 and 15 along 18 during , 1 and days , - 4 during cycles 2 - .	Patients with untreated MM received four 21 - @DRUG$ cycles of PAD , comprising bortezomib 1.3 mg / @DRUG$ ( 2 ) on days 1 , 4 , 8 and 11 , along with dexamethasone 40 mg on days 1 - 4 , 8- 11 and - 18 during cycle and days 1 4 during cycles 2- 4 .	Patients with untreated MM received four 21 - @DRUG$ cycles of PAD , comprising bortezomib 1.3 mg / @DRUG$ ( 2 ) on days 1 , 4 , 8 and 11 , along with dexamethasone 40 mg on days 1 - 4 , 8	0
1	However, @DRUG$ did not prevent [3H]@DRUG$ binding to unassembled tubulin at concentrations < or = 100 microM, and only weakly inhibited binding of [3H]vinblastine or [3H]vinorelbine.	even so , @DRUG$ did not prevent [ 3H ] @DRUG$ binding to unassembled tubulin at immersion < or = 100 microM , and only weakly bottle up binding of [ 3H ] vinblastine or [ 3H ] vinorelbine .	However 3H @DRUG$ did not prevent [ , ] ] binding to unassembled tubulin at concentrations < or = 100 microM , and only weakly or binding of [ 3H @DRUG$ vinblastine inhibited [ 3H ] vinorelbine .	However @DRUG$ did not prevent [ 3H @DRUG$ binding to unassembled tubulin at concentrations < = 100 microM , and only weakly inhibited [ 3H ] vinblastine or [ ] vinorelbine .	However, @DRUG$ did not prevent [3H]@DRUG$ binding to unassembled tubulin at concentrations < or = 100 microM, and only weakly inhibited binding of [3H]vinblastine or [3H]vinorelbine.	0
1	PURPOSE: A multicenter, single-arm study examining efficacy and toxicity of @DRUG$ combined with @DRUG$ was conducted in patients with recurrent or refractory non-Hodgkin's lymphoma.	resolve : deoxyadenosine monophosphate multicenter , single - sleeve study examining efficacy and toxicity of @DRUG$ combined with @DRUG$ was conducted in patients with recurrent or refractory non-Hodgkin 's lymphoma .	multicenter or A PURPOSE , single toxicity arm study examining efficacy and - of @DRUG$ combined with @DRUG$ was conducted in patients with recurrent : refractory non-Hodgkin 's lymphoma .	: A multicenter , single - arm study examining efficacy and toxicity of @DRUG$ combined with @DRUG$ was in patients with recurrent or refractory non-Hodgkin 's lymphoma .	A multicenter, single-arm study examining efficacy and toxicity of @DRUG$ combined with @DRUG$ was conducted in patients with recurrent or refractory non-Hodgkin's lymphoma.	0
0	Urinary free @DRUG$ excretion decreased from 277 to 88 microgram/24 h (@DRUG$ less than 0.01), and 0800 h plasma cortisol levels declined from 25.0 to 12.0 microgram/dl (P less than 0.05).	Urinary free @DRUG$ excretion decreased from 277 to 88 microgram / twenty four h ( @DRUG$ to a lesser extent than 0.01 ) , and 0800 h plasma cortisol levels worsen from 25.0 to 12.0 microgram / decilitre ( P to a lesser extent than 0.05 ) .	less free @DRUG$ excretion decreased from 277 to 88 microgram / 24 h 25.0 @DRUG$ ( than 0.01 ) , and 0800 h plasma cortisol levels declined 12.0 ( to from microgram / dl Urinary P less than 0.05 ) .	Urinary free @DRUG$ excretion decreased from 277 to 88 microgram / 24 h ( @DRUG$ less than 0.01 ) , and 0800 h plasma levels declined from 25.0 to 12.0 microgram / dl ( P less 0.05 ) .	Urinary free @DRUG$ excretion decreased when @DRUG$ was administered, and 0800 h plasma cortisol levels declined.	0
0	BACKGROUND AND OBJECTIVE: @DRUG$, a novel potent inhibitor of protein kinase C enzyme and class III receptor tyrosine kinases, including Fms-like @DRUG$ kinase-3 (FLT3) and c-KIT, shows time-dependent pharmacokinetics in human subjects, presumably due to enzyme auto-induction.	BACKGROUND AND OBJECTIVE : @DRUG$ , a novel potent inhibitor of protein kinase C enzyme and class III receptor tyrosine kinases , let in Fms-like @DRUG$ kinase - 3 ( FLT3 ) and c-KIT , bear witness time - dependent pharmacokinetics in human study , presumably referable to enzyme auto-induction .	BACKGROUND AND auto-induction : @DRUG$ , a novel - inhibitor of subjects kinase C enzyme and class III receptor potent kinases , including Fms-like @DRUG$ kinase tyrosine 3 ( FLT3 ) and c-KIT , shows time - dependent pharmacokinetics in human protein , presumably due to enzyme OBJECTIVE .	BACKGROUND AND OBJECTIVE : @DRUG$ , a novel potent inhibitor of protein kinase C enzyme and class III receptor tyrosine kinases , including Fms-like @DRUG$ kinase 3 FLT3 ) and c-KIT , shows time - dependent pharmacokinetics in human subjects , presumably due to enzyme auto-induction .	@DRUG$ is a potent inhibitor of protein kinase C enzyme and class III receptor tyrosine kinases, including Fms-like @DRUG$ kinase-3 (FLT3) and c-KIT. DRUGA shows time-dependent pharmacokinetics in human subjects,	0
0	The most frequent reactions were to nickel sulfate (26.8%), followed by @DRUG$ @DRUG$ (9%), cocamidopropylbetaine (7.2%), cobalt chloride (6.2%), neomycin sulfate (5%), and methylchloroisothiazolinone/methylisothiazolinone (4.4%).	The most shop at response were to nickel sulphate ( 26.8 % ) , play along by @DRUG$ @DRUG$ ( 9 % ) , cocamidopropylbetaine ( 7.2 % ) , cobalt chloride ( 6.2 % ) , neomycin sulphate ( five % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 4.4 % ) .	The most frequent reactions were to nickel sulfate ( / % ) , by 9 @DRUG$ @DRUG$ ( followed % ) , cocamidopropylbetaine ( 7.2 % ) , cobalt chloride ( 6.2 % ) , neomycin sulfate ( 5 % , ) and methylchloroisothiazolinone 26.8 methylisothiazolinone ( 4.4 % ) .	The most frequent reactions were to nickel ( 26.8 % ) , followed @DRUG$ @DRUG$ ( 9 % ) , ( 7.2 % ) , cobalt chloride ( 6.2 % ) , neomycin ( 5 % ) , and methylchloroisothiazolinone / methylisothiazolinone 4.4 % ) .	The most frequent reactions were to nickel sulfate ( 26.8 % ) , followed by @DRUG$ ( 9 % ) , cocamidopropylbetaine ( 7.2 % ) , cobalt chloride ( 6.2 % ) , neomycin sulfate ( 5 % )	1
0	When comparing week 48 to baseline, in placebo-treated patients (n=500), confirmed disability progression was associated with a 6.0-point worsening (p<0.0001) of MSIS-29 physical scores, relative to a 1.9-point worsening (@DRUG$=0.044) with @DRUG$ every 2 weeks (n=512).	When liken week 48 to baseline , in placebo-treated patients ( n=500 ) , confirmed impairment progression was associated with a 6.0 - indicate worsening ( p< 0.0001 ) of MSIS - 29 physical loads , relative to a 1.9 - indicate worsening ( @DRUG$=0.044 ) with @DRUG$ every two weeks ( n= 512 ) .	When comparing week 48 to baseline , in placebo-treated patients ( n=500 512 , confirmed disability progression was associated with a 6.0 - worsening worsening ( p< 0.0001 ) of MSIS - 29 physical scores 1.9 relative to a , - @DRUG$=0.044 point ( point ( with @DRUG$ every 2 weeks ) n= ) ) .	When comparing week 48 to baseline , in placebo-treated patients ( n=500 ) , confirmed disability progression was with a 6.0 - point worsening ( p< ) of MSIS - 29 physical scores to a 1.9 - point worsening ( @DRUG$=0.044 ) with @DRUG$ every 2 ( n= ) .	When comparing week 48 to baseline, in placebo-treated patients, confirmed disability progression was associated with a 6.0-point worsening (p<0.0001) of MSIS-29 physical scores, relative to a 1.9-point worsening (@DRUG$=0.044) with	1
0	Combination therapy with capecitabine 1,250 mg/m(2) twice daily for 2 weeks of every 3-week cycle plus intravenous docetaxel 75 mg/@DRUG$(2) on day one of each cycle was superior to intravenous monotherapy with docetaxel 100 @DRUG$/m(2) on day one of each cycle.	Combination therapy with capecitabine 1,250 mg / m( two ) doubly daily for two weeks of every 3 - week cycle summation endovenous docetaxel 75 mg / @DRUG$ ( two ) on mean solar day one of each cycle was superior to endovenous monotherapy with docetaxel 100 @DRUG$ / m( two ) on mean solar day one of each cycle .	Combination therapy with m( 1,250 mg / capecitabine 2 docetaxel twice daily on 2 weeks of every 3 - week cycle plus ) intravenous 75 mg on @DRUG$ ( 2 ) / day one of each cycle was superior to intravenous monotherapy with docetaxel 100 @DRUG$ / m( 2 ) for day one of each cycle .	Combination therapy with capecitabine mg / m( 2 ) twice daily for 2 weeks of every 3 - week cycle plus intravenous docetaxel mg / @DRUG$ ( 2 ) on day one of each cycle was superior to intravenous monotherapy with docetaxel 100 @DRUG$ / m( 2 ) on day one of each cycle .	Combination therapy with capecitabine 1,250 mg / m( 2 ) twice daily for 2 weeks of every 3 - week cycle plus intravenous docetaxel 75 mg / @DRUG$ ( 2 ) on day one of each cycle was superior to intravenous monotherapy with docet	1
0	Since colonic bacteria produce @DRUG$-@DRUG$, we asked the question whether there are transport mechanisms in the colon that might make this exogenously produced D-serine available to the host.	Since colonic irrigation bacteria acquire @DRUG$ - @DRUG$ , we asked the question whether there are transport mechanisms in the colon that might make this exogenously bring out D-serine available to the host .	Since D-serine bacteria we @DRUG$ - @DRUG$ that produce asked the question whether there are transport mechanisms in the colon , might make this exogenously produced colonic available to the host .	Since colonic bacteria produce @DRUG$ @DRUG$ , asked the question whether there transport mechanisms in the colon that might make this exogenously D-serine available to the .	Since colonic bacteria produce @DRUG$, and DRUGA can be converted into D-serine, we asked the question whether there are transport mechanisms in the colon that might make this exogenously produced D-serine available to the host.	1
0	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): @DRUG$, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): @DRUG$; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within xxv twelvemonth after azt ( tierce ' - azido - 2',3'- dideoxythymidine , azt ) was beginning described as an inhibitor of HIV replication , xxv anti-HIV drugs have been formally approved for clinical use in the discourse of HIV transmission : septenary nucleoside reversion transcriptase inhibitors ( nrti ) : azt , dideoxyinosine , ddc , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reversion transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reversion transcriptase inhibitors ( NNRTIs ) : nevirapine , rescriptor , efavirenz and etravirine ; ten protease inhibitors ( private eye ) : @DRUG$ , ritonavir , crixivan , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : @DRUG$ ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years inhibitor zidovudine ( 3 ' - , - 2',3'- dideoxythymidine , fusion ) was first described as an inhibitor NtRTI HIV replication , co-receptor anti-HIV drugs have been formally approved for clinical use CRI the treatment of HIV ( : seven nucleoside reverse transcriptase integrase inhibitors NRTIs ) : zidovudine , 25 , zalcitabine , stavudine , oral azido abacavir and emtricitabine ; one nucleotide reverse and inhibitor etravirine of ) : tenofovir [ in its lamivudine prodrug form : tenofovir INI fumarate , TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : disoproxil , delavirdine , efavirenz and ( ; ten protease ( ( PIs ) : @DRUG$ , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir ( atazanavir , fosamprenavir , tipranavir and darunavir ; one AZT inhibitor ( FI ) : @DRUG$ ; one didanosine after infections in ) : maraviroc transcriptase one inhibitors inhibitor ( nevirapine ) : raltegravir .	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have formally approved for in the treatment of HIV infections : nucleoside reverse transcriptase inhibitors NRTIs ) zidovudine , didanosine , , lamivudine , and emtricitabine one reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) four non-nucleoside reverse transcriptase inhibitors ( NNRTIs : nevirapine , delavirdine , efavirenz and etravirine ; ten inhibitors ( PIs ) : @DRUG$ , ritonavir , indinavir , nelfinavir , , lopinavir , atazanavir , fosamprenavir , tipranavir and ; one fusion inhibitor ( FI ) : @DRUG$ ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	There are currently 26 drugs approved for the treatment of HIV infections, 25 of which are anti-HIV drugs and one of which is a fusion inhibitor. The 25 anti-HIV drugs are divided into seven nucleoside reverse transcriptase inhibitors (NRTIs), one nucleotide reverse transcriptase	1
0	Consistent with the inhibition of FBPase, glucose-lowering was associated with an accumulation of hepatic @DRUG$-@DRUG$ 1,6-bisphosphate and a reduction in hepatic d-fructose 6-phosphate.	Consistent with the prohibition of FBPase , glucose-lowering was associated with an accumulation of hepatic @DRUG$ - @DRUG$ 1,6 - bisphosphate and a diminution in hepatic d-fructose 6 - inorganic phosphate .	Consistent with the inhibition - FBPase , glucose-lowering was hepatic with an accumulation of hepatic @DRUG$ of @DRUG$ 1,6 - bisphosphate associated a reduction in and d-fructose 6 - phosphate .	Consistent with the inhibition of FBPase , glucose-lowering was associated an accumulation of @DRUG$ - @DRUG$ 1,6 - bisphosphate and a reduction in hepatic d-fructose 6 - .	The more @DRUG$ there is, the less @DRUG$ there is, and vice versa.	0
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, @DRUG$, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzocaine, p-tert-butylphenol @DRUG$ resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and chloroxylenol.	During the same period of study , there were meaning diminution in favourableness rates to neomycin , bouquet mix I , methanal , thiuram mix , cinnamic aldehyde , @DRUG$ , epoxy resin , diazolidinyl carbamide , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol @DRUG$ resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide methanal resin , budesonide , dissipate blue 106 , mercapto mix , and chloroxylenol .	During the same cocamidopropyl of study , there were chloroxylenol decreases in positivity , formaldehyde neomycin rates fragrance mix I , glutaraldehyde , thiuram mix , cinnamic aldehyde , @DRUG$ , epoxy resin amidoamine diazolidinyl urea , , , ethylenediamine , benzocaine , p-tert- butylphenol @DRUG$ resin , dimethylol dimethyl hydantoin , period betaine , formaldehyde , mercaptobenzothiazole , tosylamide to resin , budesonide , disperse blue 106 , mercapto mix , and significant .	During the same period study , there were significant decreases in positivity rates to neomycin , fragrance mix I , formaldehyde , thiuram mix , cinnamic , @DRUG$ epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine , butylphenol @DRUG$ resin , hydantoin cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , disperse blue 106 , mercapto mix , and .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, @DRUG$, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzoc	1
0	Synthesis of @DRUG$-threo-3,4-dihydroxyphenylserine (L-threo-@DRUG$) with thermostabilized low-specific L-threonine aldolase from Streptomyces coelicolor A3(2).	synthetic thinking of @DRUG$ - threo -3,4-dihydroxyphenylserine ( L-threo - @DRUG$ ) with thermostabilized low-specific L-threonine aldolase from streptomyces coelicolor A3 ( 2 ) .	Synthesis of @DRUG$ - threo -3,4-dihydroxyphenylserine ( L-threo L-threonine @DRUG$ ) with thermostabilized low-specific - aldolase from Streptomyces coelicolor A3 2 ( ) .	Synthesis of @DRUG$ - threo -3,4-dihydroxyphenylserine ( L-threo - @DRUG$ with low-specific L-threonine aldolase from Streptomyces A3 ( 2 .	@DRUG$ is synthesized from L-threonine and phenylalanine using a thermostabilized aldolase enzyme from the Streptomyces coelicolor A3 bacteria.	1
1	By utilizing noradrenaline and 5-HT for its anti-obesity effects, @DRUG$ is differentiated from other weight-reducing drugs which act through either @DRUG$ alone or noradrenaline + dopamine.	By utilizing norepinephrine and cinque - HT for its anti-obesity effects , @DRUG$ is differentiated from other weight - reducing drugs which act through either @DRUG$ lonely or norepinephrine + dopamine .	is through noradrenaline and 5 - HT for its anti-obesity which , @DRUG$ By differentiated from other weight - reducing drugs effects act utilizing either @DRUG$ alone or noradrenaline + dopamine .	By utilizing noradrenaline and 5 - HT for anti-obesity effects , @DRUG$ is differentiated other weight - reducing drugs which act through either @DRUG$ alone or noradrenaline + dopamine .	@DRUG$ is different from other weight-reducing drugs in that it uses noradrenaline and 5-HT (serotonin) to achieve its effects, while other drugs may use either @DRUG$ or noradrenaline + dopamine.	0
0	All four had the @DRUG$ initial 2-month intensive phase of streptomycin, isoniazid, rifampicin and @DRUG$ (SHRZ).	All four had the @DRUG$ initial 2 - month intensifier phase of streptomycin , nydrazid , rifampicin and @DRUG$ ( SHRZ ) .	All four had the @DRUG$ rifampicin , - month intensive phase of streptomycin 2 isoniazid , initial and @DRUG$ ( SHRZ ) .	All four had the @DRUG$ 2 - month intensive phase of streptomycin isoniazid , rifampicin @DRUG$ ( SHRZ ) .	All four had the @DRUG$ initial 2 - month intensive phase of streptomycin , isoniazid , rifampicin and @DRUG$ ( SHRZ ) .	0
0	@DRUG$, known @DRUG$ retigabine in Europe, is an ethyl N-(2-amino-4-[{fluorophenyl}methlamino]phenylcarbamate).	@DRUG$ , known @DRUG$ retigabine in eu , is an ethyl group N-( 2- amino-4 -[ { fluorophenyl}methlamino ] phenylcarbamate ) .	@DRUG$ , known @DRUG$ retigabine in Europe , is an ) N-( 2- amino-4 ethyl { fluorophenyl}methlamino ] phenylcarbamate -[ .	@DRUG$ , known @DRUG$ retigabine in Europe , is an ethyl N-( 2- amino-4 -[ { fluorophenyl}methlamino ] phenylcarbamate ) .	@DRUG$ is an ethyl N-( 2- amino-4 -[ { fluorophenyl}methlamino ] phenylcarbamate ) that is known as @DRUG$ retigabine in Europe .	0
0	It is concluded that: (a) (99m)Tc-P uptake in acutely infarcted myocardium, and possibly other types of soft tissue damage, is limited to necrotic and severely injured cells; (b) concentration of (99m)Tc-@DRUG$ results from selective adsorption of (99m)Tc-P with various forms of tissue calcium stores, including amorphous calcium phosphate, crystalline hydroxyapatite, and @DRUG$ complexed with myofibrils and other macromolecules, possibly supplemented by calcium-independent complexing with organic macromolecules; and (c) lack of a linear relationship between (99m)Tc-P and tissue calcium levels mainly results from local differences in composition and physicochemical properties of tissue calcium stores and from local variations in levels of blood flow for delivery of (99m)Tc-P agents.	It is concluded that : ( a ) ( 99 m ) technetium - P uptake in acutely infarcted myocardium , and possibly other types of soft weave damage , is limited to necrotic and gravely injured cells ; ( atomic number  ) assiduity of ( 99 m ) Tc- @DRUG$ results from selective adsorption of ( 99 m ) technetium - P with diverse forms of weave ca stores , including amorphous ca phosphate , crystalline hydroxyapatite , and @DRUG$ complexed with myofibrilla and other supermolecule , possibly supplemented by ca - sovereign complexing with organic supermolecule ; and ( c ) lack of a linear relationship between ( 99 m ) technetium - P and weave ca levels principally results from local differences in composition and physicochemical place of weave ca stores and from local sport in levels of roue flow for legal transfer of ( 99 m ) technetium - P agents .	It is concluded that for ( a other ( Tc m ) is - P a in acutely infarcted myocardium , myofibrils possibly ) ( of soft tissue damage , 99 limited to necrotic and severely injured cells ; types b : concentration macromolecules ( 99 m ) Tc- @DRUG$ results from of adsorption and ( 99 m ) ( - P with various forms of tissue calcium stores , including amorphous calcium phosphate , crystalline hydroxyapatite , and @DRUG$ between with selective and other of , possibly supplemented by calcium - independent complexing with organic macromolecules ; and ( c ) lack of uptake linear relationship complexed Tc 99 m ) Tc - P and calcium tissue levels mainly results from local differences in composition and physicochemical properties of tissue calcium stores and from local blood in levels of variations flow ) delivery of ( 99 m ) Tc - P agents .	is concluded : ( a ) ( 99 m ) Tc - P uptake in acutely infarcted myocardium , possibly other types soft tissue , is limited to necrotic severely injured ; ( b ) concentration of ( 99 m ) Tc- @DRUG$ results from selective adsorption of ( 99 m ) Tc - P with various forms tissue calcium stores , including amorphous calcium phosphate , crystalline hydroxyapatite , and @DRUG$ complexed with myofibrils and other macromolecules , possibly supplemented by calcium - independent complexing with organic macromolecules ; and c of a linear relationship ( 99 m ) Tc - P and tissue calcium levels mainly results from local differences in composition and physicochemical properties of tissue calcium stores and local variations in levels of blood flow delivery ( 99 ) Tc - P agents .	@DRUG$ selectively adsorbs (99m)Tc-P with various forms of tissue calcium stores, including amorphous calcium phosphate, crystalline hydroxyapatite, and @DRUG$ complexed with myofibrils and other macromolecules. This results in a	0
0	Various neurotransmitters, including @DRUG$, norepinephrine, @DRUG$, serotonin, excitatory and inhibitory amino acids, adenosine triphosphate, nitric oxide, and neuropeptides, have been implicated in the neural regulation of the lower urinary tract.	Various neurotransmitters , let in @DRUG$ , noradrenaline , @DRUG$ , serotonin , excitatory and inhibitory amino lucy in the sky with diamonds , adenosine triphosphate , azotic oxide , and neuropeptides , have been implicated in the neural regulation of the lower urinary tract .	Various , nitric amino @DRUG$ , norepinephrine neurotransmitters @DRUG$ , serotonin , excitatory and inhibitory , acids , adenosine triphosphate including , oxide , and neuropeptides , have been implicated in the neural regulation of the lower urinary tract .	neurotransmitters , including @DRUG$ , norepinephrine @DRUG$ , serotonin , excitatory and inhibitory amino acids , adenosine triphosphate , nitric oxide , and neuropeptides , have implicated in the neural of the lower urinary tract .	Various neurotransmitters, including @DRUG$, norepinephrine, @DRUG$, serotonin, excitatory and inhibitory amino acids, adenosine triphosphate, nitric oxide, and neuropeptides, have been implicated in the neural regulation of the lower urinary tract	0
0	Overall, 15.2% to 24.0% and 21.5% to 27.2% of subjects experienced nausea or vomiting with @DRUG$ 0.5 and 1.0 @DRUG$, respectively, versus 6.0% to 14.1% with comparators.	boilersuit , 15.2 % to 24.0 % and 21.5 % to 27.2 % of subjects see nausea or vomiting with @DRUG$ 0.5 and 1.0 @DRUG$ , severally , versus 6.0 % to 14.1 % with comparators .	Overall , 15.2 % to 24.0 % and 21.5 % to with % of to experienced subjects or vomiting 27.2 @DRUG$ 0.5 and 1.0 @DRUG$ , respectively , versus 6.0 % nausea 14.1 % with comparators .	Overall , 15.2 % to 24.0 and 21.5 % to 27.2 % of subjects experienced nausea or vomiting with @DRUG$ 0.5 and 1.0 @DRUG$ , respectively , versus 6.0 % to 14.1 % with .	Overall, 15.2% to 24.0% and 21.5% to 27.2% of subjects experienced nausea or vomiting with @DRUG$ 0.5 and 1.0 @DRUG$, respectively, versus 6.0% to 14.1% with comparators.	0
0	This work honoring the memory of Steve Hebert presents a brief review of our current knowledge about salt and water homeostasis generated as a consequence of cloning the cotransporter, with particular emphasis on the molecular biology, physiological properties, human disease due to decreased or increased activity of the cotransporter, and regulation of the cotransporter by a family of serine/@DRUG$ kinases known @DRUG$ WNK.	This study honoring the store of Steve Hebert salute a brief brushup of our current knowledge about salt and water homeostasis generated as a consequence of clone the cotransporter , with particular emphasis on the molecular biota , physiological properties , human disease due to decreased or increased activity of the cotransporter , and regulation of the cotransporter by a home of serine / @DRUG$ kinases known @DRUG$ WNK .	This work honoring Steve memory of the Hebert biology a brief review of our of knowledge about salt serine water homeostasis generated as molecular consequence current cloning the cotransporter , with and emphasis on the decreased presents , physiological properties , human disease due to a or increased activity of the cotransporter , particular regulation of the cotransporter by a family of and / @DRUG$ kinases known @DRUG$ WNK .	This work the memory of Steve Hebert presents a brief review of our current knowledge about water homeostasis generated as a consequence of cloning the cotransporter , with particular emphasis the molecular , properties , human disease due to decreased or activity of the cotransporter , and regulation of the cotransporter by family of serine @DRUG$ kinases known @DRUG$ WNK .	Our current knowledge about salt and water homeostasis is based on research that has been conducted on a cotransporter called @DRUG$. This cotransporter is responsible for transporting salt and water in and out of cells, and its activity can be affected by a family of serine/	1
0	Based on these characterization studies, including C-11 labeled desipramine (DMI), 2-hydroxydesipramine (HDMI), talopram, @DRUG$, @DRUG$ (Nis), oxaprotiline (Oxap), lortalamine (Lort) and C-11 and F-18 derivatives of reboxetine (RB), methylreboxetine (MRB) and their individual (R, R) and (S, S) enantiomers, in conjunction with studies with radiolabeled 4-iodo-tomoxetine and 2-iodo-nisoxetine, we have identified the superiority of (S, S)-[(11)C]MRB and the suitability of the MRB analogs as potential NET ligands for PET.	establish on these characterization take , including C-11 labeled desipramine ( DMI ) , 2-hydroxydesipramine ( HDMI ) , talopram , @DRUG$ , @DRUG$ ( nickel ) , oxaprotiline ( Oxap ) , lortalamine ( Lort ) and C-11 and F -18 derivatives of edronax ( RB ) , methylreboxetine ( MRB ) and their individual ( gas constant , gas constant ) and ( S , S ) enantiomer , in connective with take with radiolabeled quartet - iodo - tomoxetine and deuce - iodo - nisoxetine , we have identified the superiority of ( S , S ) - [ ( 11 ) C ] MRB and the suitability of the MRB analogs as potential final ligand for deary .	Based on these characterization studies S and C-11 labeled desipramine ( DMI ) ) 2-hydroxydesipramine ( HDMI ) , talopram , @DRUG$ , @DRUG$ ( Nis - , oxaprotiline ( Oxap ) , enantiomers ( Lort ) and C-11 , F -18 derivatives tomoxetine reboxetine ( RB , , methylreboxetine ( MRB MRB and their individual - R , R ) and ( S and , ) lortalamine , in conjunction with studies with radiolabeled 4 - iodo - of including 2 ) iodo ( MRB , we have identified the superiority of ( S , S ) - [ ( 11 ) C ] nisoxetine and the suitability of the ) analogs as potential NET ligands for PET .	characterization studies , including C-11 labeled desipramine ( DMI ) , 2-hydroxydesipramine ( , talopram , @DRUG$ , @DRUG$ ( ) , oxaprotiline Oxap ) , lortalamine ( ) and C-11 F -18 derivatives of reboxetine ( RB , methylreboxetine MRB ) and their individual ( R , R ) and ( S S enantiomers conjunction with studies with radiolabeled 4 - iodo - tomoxetine and 2 - iodo , we have identified the superiority of ( S S - [ ( 11 ) C ] MRB and suitability of the analogs as potential NET ligands for PET .	Based on these characterization studies, including C-11 labeled desipramine (DMI), 2-hydroxydesipramine (HDMI), talopram, @DRUG$, @DRUG$ (Nis), oxaprotiline (Oxap), lortalamine (	0
0	When comparing patients who did and did not receive TPM as the last drug, no statistically significant difference was found for any of the variables considered; similarly, no difference was found comparing patients receiving TPM as the last drug and achieving SE control with those receiving @DRUG$ @DRUG$ the last drug but without termination of SE.	When comparing patients who did and did not receive TPM as the last do drugs , no statistically significant difference was found for any of the variable quantity see ; similarly , no difference was found comparing patients receiving TPM as the last do drugs and achieve sou east assure with those receiving @DRUG$ @DRUG$ the last do drugs but without termination of sou east .	When comparing patients who considered and no not receive TPM as the last drug , did statistically and drug was but for any of the variables did ; similarly comparing no difference was found , patients receiving TPM as the last difference significant achieving SE control with those receiving @DRUG$ @DRUG$ the last drug found without termination of SE .	comparing patients who did and did not receive TPM as the last drug , no statistically significant difference was found any the variables considered ; similarly no difference was found comparing patients receiving TPM as the last drug and SE control with those receiving @DRUG$ @DRUG$ the last drug but without termination of SE	There is no statistically significant difference between patients who did and did not receive TPM as the last drug, or between patients receiving TPM as the last drug and achieving SE control with those receiving @DRUG$ @DRUG$ the last drug but without termination of SE.	0
0	Pharmacokinetics of @DRUG$ @DRUG$ versus penicillin G potassium and procaine hydrochloride in horses.	Pharmacokinetics of @DRUG$ @DRUG$ versus penicillin G potassium and ethocaine hydrochloride in horses .	horses of @DRUG$ @DRUG$ versus penicillin G potassium and procaine hydrochloride in Pharmacokinetics .	Pharmacokinetics of @DRUG$ @DRUG$ penicillin G potassium and procaine hydrochloride in horses .	The pharmacokinetics of @DRUG$ @DRUG$, or how the drug is absorbed, distributed, metabolized, and excreted, was studied in horses compared to penicillin G potassium and procaine hydrochloride.	0
0	BACKGROUND: Lactitol (4-beta-@DRUG$: -galactopyranosyl-D: -glucitol) is a sugar @DRUG$ used as a sweetener.	backcloth : Lactitol ( 4- beta-@DRUG$ : - galactopyranosyl -D : - glucitol ) is a sugar @DRUG$ utilize as a sweetener .	a : Lactitol ( 4- ) : - galactopyranosyl -D : - glucitol beta-@DRUG$ is BACKGROUND sugar @DRUG$ used as a sweetener .	BACKGROUND : Lactitol ( 4- beta-@DRUG$ - galactopyranosyl -D : - glucitol ) is a @DRUG$ used a sweetener .	Lactitol is a sugar @DRUG$ used as a sweetener.	1
0	Of these, 133 patients did not receive AC-@DRUG$, whereas 14 and 51 patients received @DRUG$-sorbitol within 1 h or more than 1 h after ingestion, respectively.	Of these , 133 patients did not receive AC - @DRUG$ , whereas xiv and 51 patients received @DRUG$ - sorbitol within 1 total heat or more than 1 total heat after intake , respectively .	Of these , 1 and did not receive AC - @DRUG$ , whereas 14 patients 51 more received @DRUG$ - sorbitol within 1 h or patients than 133 h after ingestion , respectively .	Of these 133 patients did not receive AC - @DRUG$ whereas and patients received @DRUG$ - sorbitol 1 h or more than 1 h , .	133 patients did not receive AC - @DRUG$ , whereas 14 and 51 patients received @DRUG$ - sorbitol within 1 h or more than 1 h after ingestion , respectively .	0
0	At the end of treatment, the combination provided more pronounced PI reduction (3.540 points) compared with @DRUG$ (2.371, p < 0.0001), nonivamide (3.074, p = 0.0259) and placebo (1.884, @DRUG$ < 0.0001).	At the oddment of treatment , the combining provided more pronounced operative reduction ( 3.540 points ) compared with @DRUG$ ( 2.371 , atomic number  < 0.0001 ) , nonivamide ( 3.074 , atomic number  = 0.0259 ) and placebo ( 1.884 , @DRUG$ < 0.0001 ) .	At the end of treatment , the combination provided more 0.0001 PI , ( 3.540 points ) compared 2.371 @DRUG$ ( with , p < pronounced ) and nonivamide ( 3.074 reduction p = 0.0259 ) , placebo ( 1.884 , @DRUG$ < 0.0001 ) .	At the end of treatment , combination provided more pronounced PI ( 3.540 ) compared with @DRUG$ ( 2.371 p < ) nonivamide ( , p = 0.0259 ) and placebo ( 1.884 , @DRUG$ < 0.0001 ) .	At the end of treatment, the combination provided more pronounced PI reduction (3.540 points) compared with @DRUG$ (2.371, p < 0.0001), nonivamide (3.074, p = 0.0259), and placebo (1.884, DRU	1
0	OBJECTIVE: To review the clinical microbiology and therapeutic use of dirithromycin, emphasizing comparative data between @DRUG$ and the standard macrolide erythromycin, as well as @DRUG$ and azithromycin.	OBJECTIVE : To review the clinical microbiology and sanative use of dirithromycin , emphasizing comparative data between @DRUG$ and the standard macrolide erythrocin , as comfortably as @DRUG$ and azithromycin .	OBJECTIVE : To the review clinical microbiology and therapeutic use of dirithromycin , emphasizing comparative and between @DRUG$ data the standard macrolide well , as erythromycin as @DRUG$ and azithromycin .	OBJECTIVE : review the clinical microbiology and use of dirithromycin , emphasizing comparative @DRUG$ and the macrolide erythromycin , as well as @DRUG$ and azithromycin .	Dirithromycin is a clinical microbiology and therapeutic use of erythromycin, emphasizing comparative data between @DRUG$ and the standard macrolide erythromycin, as well as @DRUG$ and azithromycin.	0
0	We report the results of a large U.S. study of @DRUG$ and @DRUG$ in women with pregnancies of up to nine weeks' duration.	We report the results of a large us study of @DRUG$ and @DRUG$ in women with pregnancies of up to nine calendar week ' duration .	We report the results duration a large U.S. study of @DRUG$ ' @DRUG$ in women with pregnancies of up to nine weeks and of .	We the results of large U.S. study of @DRUG$ and @DRUG$ in women with up to nine weeks ' duration .	We found that @DRUG$ and @DRUG$ are related in women with pregnancies of up to nine weeks ' duration .	0
0	In oral fluid, METH was detected @DRUG$ early as 0.08-2 h; c(max) was 24.7-312.2 micro g/L (10 mg) and 75.3-321.7 micro g/@DRUG$ (20 mg) and occurred at 2-12 h.	In oral fluid , METH was detect @DRUG$ early as 0.08 - two h ; c( scoop ) was 24.7-312.2 micro g/L ( 10 mg ) and 75.3- 321.7 micro g/@DRUG$ (  mg ) and occurred at two - 12 h .	In oral fluid , - and detected @DRUG$ early as 0.08 METH 321.7 h ; c( max ) was 24.7-312.2 micro g/L ( 10 - ) was 75.3- 2 micro g/@DRUG$ ( 20 mg ) and occurred at 2 mg 12 h .	In oral fluid , was detected @DRUG$ early as 0.08 2 h ; c( ) was 24.7-312.2 micro g/L ( 10 mg ) and 75.3- 321.7 micro g/@DRUG$ ( mg ) and occurred 2 - 12 h .	METH was detected in oral fluid early as 0.08 - 2 h ; the maximum concentration was 24.7-312.2 micro g/L ( 10 mg ) and 75.3- 321.7 micro g/@DRUG$ ( 20 mg ) and occurred at 2 - 12 h	1
0	Reduction of E to @DRUG$: Without the NADH/@DRUG$-regenerating system, this reaction was very slow.	Reduction of E to @DRUG$ : Without the NADH / @DRUG$ - regenerating system , this chemical reaction was very slow .	Reduction : E to @DRUG$ of the Without NADH / @DRUG$ - regenerating system , this reaction was very slow .	Reduction of E to @DRUG$ : Without the NADH / @DRUG$ - regenerating system , this reaction was very slow .	@DRUG$ is reduced to @DRUG$ by the NADH / DRUGB - regenerating system .	0
1	Six-point standard curves (0.25-20 @DRUG$/mg) were prepared for both compounds with an internal standard (@DRUG$-d3).	Six -point standard curves ( 0.25 - 20 @DRUG$ / milligram ) were prepared for both compounds with an national standard ( @DRUG$ - d3 ) .	mg -point standard curves ( 0.25 - 20 @DRUG$ / Six ) were prepared for both compounds with ( internal standard an @DRUG$ - d3 ) .	Six standard curves ( 0.25 - @DRUG$ / ) prepared for compounds with internal standard ( @DRUG$ - d3 ) .	For every milligram of @DRUG$, there is six milligrams of @DRUG$.	0
1	80 micrograms @DRUG$/kg--5 mg ketamine/kg provided a duration of anaesthesia longer than 1 mg acepromazine/kg--10 mg ketamine/kg, and not significantly different from those induced by 1 mg xylazine/kg--10 mg ketamine/kg or 7.5 mg zolazepam/kg--7.5 mg @DRUG$/kg.	eighty micrograms @DRUG$ / kg--5 mg ketamine / kilogram provided a length of anaesthesia longer than ane mg acepromazine / kg--  mg ketamine / kilogram , and not significantly different from those induced by ane mg xylazine / kg--  mg ketamine / kilogram or 7.5 mg zolazepam / kg--7.5 mg @DRUG$ / kg.	80 micrograms @DRUG$ kg-- kg--5 mg ketamine / kg provided a duration of anaesthesia longer than / and acepromazine / kg-- mg 10 ketamine / kg , 1 not significantly different from those induced by 1 mg xylazine / / 10 mg ketamine / kg or 7.5 mg zolazepam mg kg--7.5 mg @DRUG$ / kg.	80 micrograms @DRUG$ / mg ketamine kg provided a duration anaesthesia longer than 1 mg acepromazine / kg-- 10 mg ketamine / kg , and significantly different from those induced by 1 mg xylazine / kg-- 10 mg ketamine / kg or 7.5 mg zolazepam / kg--7.5 mg @DRUG$ / kg.	For every 80 micrograms of @DRUG$ administered, 5 mg of ketamine is needed to achieve the same level of anaesthesia.	1
0	The level of Ig @DRUG$ was statistically lower in cocoa butter and cocoa butter + sunflower oil groups than in control and @DRUG$ groups.	The level of Ig @DRUG$ was statistically lower in cocoa butter and cocoa butter + helianthus rock oil groups than in control and @DRUG$ groups .	The level of Ig @DRUG$ was statistically lower in than and butter cocoa butter + sunflower oil groups cocoa in control and @DRUG$ groups .	The level of Ig @DRUG$ was statistically lower cocoa butter butter + sunflower oil groups than in control and @DRUG$ groups .	The level of Ig @DRUG$ was statistically lower in the cocoa butter and cocoa butter + sunflower oil groups than in the control and @DRUG$ groups.	0
0	This study compared the effect of @DRUG$ + @DRUG$ on the rate of apoptosis and GMP-PDE expression in premalignant or malignant and normal prostate tissue.	This contemplate equate the effect of @DRUG$ + @DRUG$ on the rate of apoptosis and GMP - PDE expression in premalignant or malignant and normal prostate tissue .	This study compared of the effect @DRUG$ + @DRUG$ on the rate of apoptosis and GMP - PDE expression in premalignant or malignant and normal prostate tissue .	This compared the effect of @DRUG$ + @DRUG$ on the rate of apoptosis and GMP PDE expression in premalignant or malignant and normal prostate tissue .	The study found that the combination of @DRUG$ and @DRUG$ increased the rate of apoptosis and decreased the expression of GMP - PDE in premalignant or malignant and normal prostate tissue.	0
0	In 12 institutionalized epilepsy patients who had been treated 19 months (SD +/- 5) with valproic acid, 27.0 mg/kg (SD +/- 11.9), @DRUG$, 6.33 mg/kg (SD +/- 1.36), and @DRUG$-anticonvulsants, the mean percentage of daily free valproic acid was 11.72 (SD +/- 2.10) and of phenytoin 20.39 (SD +/- 3.32).	indium 12 institutionalized epilepsy patient who had been treated xix months ( sd +/- 5 ) with valproic acid , 27.0 magnesium / kilogram ( sd +/- 11.9 ) , @DRUG$ , 6.33 magnesium / kilogram ( sd +/- 1.36 ) , and @DRUG$ - anticonvulsants , the miserly percentage of daily free valproic acid was 11.72 ( sd +/- 2.10 ) and of phenytoin 20.39 ( sd +/- 3.32 ) .	In 12 institutionalized 6.33 patients who had been and +/- months 20.39 SD +/- 5 ) with valproic acid , 27.0 19 / kg mg SD +/- 11.9 ) , @DRUG$ , epilepsy mg / kg ( SD +/- 1.36 ) , and @DRUG$ - anticonvulsants , the mean percentage of daily ( valproic acid was 11.72 ( SD +/- 2.10 ) treated of phenytoin ( ( SD free 3.32 ) .	In 12 institutionalized epilepsy patients who had been treated 19 months ( SD 5 ) with valproic acid , mg / kg ( SD +/- 11.9 ) @DRUG$ , 6.33 mg / kg ( SD +/- 1.36 ) , and @DRUG$ - anticonvulsants , the percentage of daily valproic acid was 11.72 ( SD +/- 2.10 ) and of phenytoin 20.39 ( SD +/- 3.32 )	The mean percentage of daily free valproic acid was 11.72 ( SD +/- 2.10 ) and of phenytoin 20.39 ( SD +/- 3.32 ) .	1
1	The bioavailability of @DRUG$ is slightly reduced when @DRUG$ is coadministered, but this does not appear to be of any clinical significance.	The bioavailability of @DRUG$ is more or less reduced when @DRUG$ is coadministered , but this does not come along to be of any clinical significance .	The bioavailability of @DRUG$ is slightly reduced when @DRUG$ is coadministered , but does this to appear not be of any clinical significance .	The bioavailability of @DRUG$ is slightly reduced when @DRUG$ is coadministered , but this does not to be of any clinical significance	The bioavailability of @DRUG$ is slightly reduced when @DRUG$ is coadministered, but this does not appear to be of any clinical significance.	0
0	XR5944 was 40- to 300-fold more potent than the other cytotoxics tested, such @DRUG$ doxorubicin, @DRUG$, and paclitaxel.	XR5944 was xl - to 300 - fold more potent than the other cytotoxics quiz , such @DRUG$ doxorubicin , @DRUG$ , and paclitaxel .	XR5944 more 40 - to 300 - , was potent than the other cytotoxics tested fold such @DRUG$ doxorubicin , @DRUG$ , and paclitaxel .	XR5944 was 40 - to 300 - fold more potent than the cytotoxics , such @DRUG$ doxorubicin , @DRUG$ , and paclitaxel .	XR5944 was 40 - to 300 - fold more potent than the other cytotoxics tested , such as doxorubicin , paclitaxel , and @DRUG$ .	1
0	After a 3 to 4 month exposure to Pb acetate in drinking water, different groups of rats received daily i.p. injections of saline (control), 75 or 150 @DRUG$/kg of Ca disodium @DRUG$ for either 1, 2, 3, 4 or 5 days and were then sacrificed 24 hr after the final injection.	After a 3 to 4 month exposure to atomic number  acetate in drinking irrigate , different groups of rats welcome daily i.p. injections of saline solution ( ascertain ) , 75 or 150 @DRUG$ / kg of Ca disodium @DRUG$ for either 1 , 2 , 3 , 4 or 5 mean solar day and were then sacrificed 24 hr after the final injection .	After a 3 to 4 of exposure to Pb acetate in drinking water , different groups month rats received daily i.p. injections of saline ( control ) , 75 or 150 @DRUG$ / kg of Ca disodium @DRUG$ and 3 1 2 , , or 24 4 either 5 days for were then sacrificed , hr after the final injection .	After a 3 to 4 month exposure to acetate in drinking water groups of received daily i.p. of saline ( control ) , 75 or 150 @DRUG$ / kg of Ca disodium @DRUG$ for either 1 , 2 , 3 , 4 5 and were then sacrificed 24 hr after the final injection .	After a 3 to 4 month exposure to Pb acetate in drinking water , different groups of rats received daily i.p. injections of saline ( control ) , 75 or 150 @DRUG$ / kg of Ca disodium @DRUG$ for either 1 , 2 , 3 , 4 or 5 days	0
1	Bromperidol (n = 9), @DRUG$ (n = 7), and trifluoperazine (n = 6) were the most frequently administered antipsychotics comparator to @DRUG$.	Bromperidol ( nitrogen = 9 ) , @DRUG$ ( nitrogen = 7 ) , and trifluoperazine ( nitrogen = sextet ) were the most ofttimes administered antipsychotics comparator to @DRUG$ .	Bromperidol ( n = 9 ) , @DRUG$ ( n , 7 ) = and trifluoperazine most n = 6 ) were the ( frequently to antipsychotics comparator administered @DRUG$ .	Bromperidol ( n = 9 ) , @DRUG$ ( n = 7 ) , and trifluoperazine ( n = 6 ) were the most frequently administered antipsychotics comparator to @DRUG$ .	Bromperidol, @DRUG$, and trifluoperazine were the most frequently administered antipsychotics comparator to @DRUG$.	0
0	The actions of 13 general anaesthetics (diethyl ether, enflurane, isoflurane, @DRUG$, sevoflurane, chloral hydrate, trifluoroethanol, tribromoethanol, @DRUG$, chloretone, brometone, trichloroethylene, and alpha-chloralose) were studied on agonist-activated Cl(-) currents at human GABA(A) alpha(2)beta(1), glycine alpha(1), and GABA(C) rho(1) receptors expressed in human embryonic kidney 293 cells.	The actions of bakers dozen cosmopolitan anaesthetic ( diethyl ether , enflurane , isoflurane , @DRUG$ , sevoflurane , chloral hydrate , trifluoroethanol , tribromoethanol , @DRUG$ , chloretone , brometone , trichloroethylene , and alpha-chloralose ) were studied on agonist- activated  ( - ) currents at human GABA ( A ) alpha ( 2 ) genus beta ( i ) , genus glycine alpha ( i ) , and GABA ( C ) rho ( i ) sensory receptor expressed in human embryonic kidney 293 cells .	The actions of and general anaesthetics ( diethyl ether , enflurane , isoflurane , @DRUG$ , sevoflurane , , hydrate , trifluoroethanol , ) , @DRUG$ , chloretone , brometone tribromoethanol trichloroethylene , and alpha-chloralose ) on human were agonist- activated Cl ( - ) currents at human 1 ( A 13 alpha ( 2 ) beta ( 1 ) , glycine alpha ( GABA ) chloral , GABA ( C ) rho ( 1 ) receptors expressed in studied embryonic kidney 293 cells .	actions of 13 general anaesthetics ( diethyl ether , enflurane , isoflurane , @DRUG$ , , chloral hydrate , , tribromoethanol , @DRUG$ , chloretone brometone , trichloroethylene , and alpha-chloralose ) were studied on agonist- activated Cl ( - ) currents at human GABA ( A ) alpha ( 2 ) beta ( 1 ) , glycine alpha ( 1 ) , and GABA ( C ) rho ( 1 ) receptors expressed in human embryonic kidney 293 cells .	The actions of 13 general anaesthetics ( diethyl ether , enflurane , isoflurane , sevoflurane , chloral hydrate , trifluoroethanol , tribromoethanol , chloretone , brometone ,	1
1	The clinical antihypertensive efficacy of barnidipine is similar to that of other DHP calcium antagonists such as @DRUG$ and amlodipine, and antihypertensives belonging to other drug classes such as @DRUG$ and enalapril.	The clinical antihypertensive efficacy of barnidipine is like to that of other DHP calcium opposer such as @DRUG$ and amlodipine , and antihypertensives belonging to other drug classes such as @DRUG$ and vasotec .	calcium and , efficacy of barnidipine is similar to that of other DHP The antagonists such as @DRUG$ and amlodipine antihypertensive and antihypertensives belonging to other drug classes such as @DRUG$ clinical enalapril .	The clinical antihypertensive of barnidipine similar to that of other DHP calcium such as @DRUG$ and amlodipine , and antihypertensives belonging to other drug classes such as @DRUG$ and enalapril .	The clinical antihypertensive efficacy of barnidipine is similar to that of other DHP calcium antagonists such as @DRUG$ and amlodipine . And antihypertensives belonging to other drug classes such as @DRUG$ and enalapril .	0
0	Using flow cytometry, we also observed that cyproheptadine, pizotifen, and EMD 281014 inhibited serotonin-enhanced ADP-induced @DRUG$ (PS) exposure, @DRUG$-selectin expression, and glycoprotein IIb-IIIa activation.	Using flow cytometry , we also abide by that cyproheptadine , pizotifen , and EMD 281014 inhibited serotonin-enhanced ADP - induced @DRUG$ ( ps ) exposure , @DRUG$ - selectin expression , and glycoprotein IIb - IIIa activating .	Using flow cytometry , we also observed - cyproheptadine , pizotifen , and EMD 281014 and serotonin-enhanced ADP - induced @DRUG$ ( PS ) exposure , @DRUG$ that selectin expression , inhibited glycoprotein IIb - activation IIIa .	Using flow cytometry , we also observed that cyproheptadine pizotifen , and EMD 281014 inhibited serotonin-enhanced ADP - induced @DRUG$ ( PS ) exposure , @DRUG$ - selectin expression , glycoprotein IIb - IIIa	Cyproheptadine, pizotifen, and EMD 281014 inhibited serotonin-enhanced ADP-induced @DRUG$ (PS) exposure, @DRUG$-selectin expression, and glycoprotein IIb-IIIa activation.	0
0	Benzydamine was characterized as a drug of relatively low systemic clearance (ca. 160 ml min-1) but high volume of distribution (ca. 1101); the apparent terminal half-life in plasma was ca. 8 h. @DRUG$ was well absorbed after oral administration, @DRUG$ indicated by a mean systemic availability of 87 per cent.	Benzydamine was characterized as a drug of relatively low systemic clearance ( ca. 160 ml min - 1 ) but high loudness of dispersion ( ca. 1101 ) ; the apparent end half - life in plasm was california . 8 h. @DRUG$ was well engulf after oral administration , @DRUG$ indicated by a mean systemic availability of 87 per cent .	Benzydamine was characterized as 160 drug of relatively low systemic clearance ( ca. a 1 mean - ml ) but the volume of distribution ( ca. 1101 ) ; high apparent terminal half - life in plasma was ca after 8 h. @DRUG$ was well absorbed . oral administration , @DRUG$ indicated by a min availability systemic of 87 per cent .	Benzydamine was characterized a drug of relatively systemic clearance ( ca. 160 ml min - 1 ) high volume of distribution ( ca. 1101 ) ; apparent terminal half - life in was ca . 8 h. @DRUG$ was well absorbed after oral administration , @DRUG$ indicated by a mean systemic availability of 87 per cent .	Benzydamine was found to be a drug with low systemic clearance but high volume of distribution ; the apparent terminal half - life in plasma was around 8 hours. @DRUG$ was well absorbed after oral administration , as indicated by a mean systemic availability of 87 percent .	1
0	This study indicates that though in sheep @DRUG$ potentiates the sedative effect of medetomidine, the combination of medetomidine and midazolam also reduces the in PaO2 and @DRUG$ oxygen saturation more than medetomidine alone.	This survey indicates that though in sheep @DRUG$ potentiates the downer effect of medetomidine , the combination of medetomidine and midazolam also reduces the in PaO2 and @DRUG$ oxygen saturation more than medetomidine entirely .	medetomidine study indicates This though in of @DRUG$ potentiates the sedative effect of medetomidine , the combination sheep medetomidine and midazolam also reduces the in PaO2 and @DRUG$ oxygen saturation more than that alone .	This study indicates that though in sheep @DRUG$ potentiates the sedative effect of medetomidine , the combination of medetomidine and midazolam also reduces the in PaO2 and @DRUG$ oxygen saturation more than medetomidine alone .	@DRUG$ potentiates the sedative effect of medetomidine, but the combination of medetomidine and midazolam also reduces the in PaO2 and @DRUG$ oxygen saturation more than medetomidine alone.	0
0	Boric acid was compared with nystatin, terconazole, flucytosine, itraconazole, clotrimazole, ketoconazole, @DRUG$, buconazole, and miconazole; @DRUG$ monotherapy, boric acid was studied in 7 studies.	boric pane was compared with nystatin , terconazole , flucytosine , itraconazole , clotrimazole , ketoconazole , @DRUG$ , buconazole , and monistat ; @DRUG$ monotherapy , boric pane was studied in 7 studies .	Boric miconazole was compared with nystatin , terconazole , flucytosine studies itraconazole , clotrimazole , ketoconazole , @DRUG$ , buconazole , and acid ; @DRUG$ monotherapy , boric acid was studied in 7 , .	Boric acid was compared with nystatin , terconazole , flucytosine , itraconazole , clotrimazole , ketoconazole @DRUG$ buconazole , ; @DRUG$ monotherapy , boric acid was studied in 7 studies .	Boric acid was compared with nystatin, terconazole, flucytosine, itraconazole, clotrimazole, ketoconazole, @DRUG$, buconazole, and miconazole; @DRUG$ monotherapy, b	0
0	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, @DRUG$ aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc, and @DRUG$ metabolism parameters (insulin sensitivity, glucose effectiveness, and acute insulin response) from frequently sampled intravenous glucose tolerance test after indapamide or placebo therapy.	There were no change in biochemical data including serum sodium , potassium , chloride , uric sulfurous , @DRUG$ aminotransferase , aspartate aminotransferase , blood urea nitrogen , creatinine , lipid profiles , fasting blood glucose , insulin , hemoglobin Alc , and @DRUG$ metabolism parameters ( insulin sensitivity , glucose effectivity , and incisive insulin reception ) from frequently try endovenous glucose tolerance test after indapamide or placebo therapy .	There were no or in biochemical data including serum sodium changes potassium , chloride , uric acid , @DRUG$ aminotransferase , aspartate aminotransferase , fasting urea nitrogen , creatinine , lipid profiles , sensitivity blood glucose , insulin , hemoglobin Alc , , @DRUG$ metabolism parameters ( insulin blood , glucose effectiveness , and acute insulin response ) from frequently sampled intravenous glucose tolerance test after indapamide and placebo therapy .	There were no changes biochemical data including serum sodium , potassium chloride , uric acid , @DRUG$ aminotransferase , aspartate aminotransferase , blood urea , creatinine , lipid profiles , fasting blood glucose , insulin , hemoglobin Alc , @DRUG$ metabolism parameters ( sensitivity , glucose effectiveness , and acute insulin response ) from frequently sampled intravenous glucose tolerance test after indapamide or placebo therapy .	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, @DRUG$ aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc	1
0	@DRUG$ is structurally related to the antihistamine azatadine, and @DRUG$ is a side-chain-reduced metabolite of the antihistamine triprolidine.	@DRUG$ is structurally related to the antihistamine azatadine , and @DRUG$ is a side-chain- bring down metabolite of the antihistamine triprolidine .	@DRUG$ side-chain- structurally related to the antihistamine azatadine , and @DRUG$ is a is reduced metabolite of the antihistamine triprolidine .	@DRUG$ is related to the antihistamine azatadine , and @DRUG$ is a side-chain- reduced metabolite of the antihistamine triprolidine .	@DRUG$ is a drug that is structurally related to the antihistamine azatadine, and @DRUG$ is a side-chain- reduced metabolite of the antihistamine triprolidine.	0
0	All groups, excepting untreated control, were treated for 14 days with, respectively, doxycycline, @DRUG$, tulathromycin (one or two doses), or tildipirosin (one or two doses) given alone, and doxycycline combined with dihydrostreptomycin, tulathromycin, or @DRUG$.	All groups , excepting untreated see to it , were treated for 14 clarence day with , respectively , doxycycline , @DRUG$ , tulathromycin ( one or deuce battery acid ) , or tildipirosin ( one or deuce battery acid ) given exclusively , and doxycycline combined with dihydrostreptomycin , tulathromycin , or @DRUG$ .	All or , excepting untreated control , were treated groups 14 days with , respectively , doxycycline , @DRUG$ one tulathromycin ( one or two doses ) , or tildipirosin ( , , with doses ) given alone , and doxycycline combined two dihydrostreptomycin for tulathromycin , or @DRUG$ .	groups excepting untreated control , were for 14 days with respectively , doxycycline , @DRUG$ , tulathromycin ( one or two doses ) , or tildipirosin ( one two doses ) given alone , and doxycycline combined with dihydrostreptomycin , , or @DRUG$ .	All groups, excepting untreated control, were treated for 14 days with, respectively, doxycycline, @DRUG$, tulathromycin (one or two doses), or tildipirosin (one or two doses) given alone, and doxycycline combined with di	1
0	Cows that received @DRUG$ @DRUG$ plus insulin had lower glucose concentrations at 1 wk after treatment.	Cows that received @DRUG$ @DRUG$ plus insulin had lower glucose concentrations at 1 wk after discourse .	Cows that received @DRUG$ @DRUG$ plus insulin had lower glucose concentrations at treatment wk after 1 .	Cows that received @DRUG$ @DRUG$ plus had glucose concentrations at 1 wk after treatment .	Cows that received @DRUG$ @DRUG$ plus insulin had lower glucose concentrations at 1 wk after treatment ."In other words, cows that received DRUGA and DRUGB together had lower glucose concentrations at 1 week after treatment.	0
0	Also, @DRUG$ 10 @DRUG$ and zopiclone 7.5 mg were also shown to significantly impair driving ability the next morning when this was measured 4 h and up to 10 h after dose administration, respectively.	Also , @DRUG$  @DRUG$ and zopiclone 7.5 mg were also shown to significantly impair driving ability the next morning when this was measured 4 h and up to  h after superman government activity , respectively .	Also , @DRUG$ 10 @DRUG$ and zopiclone 7.5 mg were also shown to significantly impair driving ability the next 10 when this was respectively 4 h after up to morning h and dose administration , measured .	Also @DRUG$ 10 @DRUG$ and zopiclone 7.5 mg were also shown to significantly impair driving ability the next morning when this was measured 4 h and up to 10 h , respectively .	@DRUG$ and @DRUG$ both significantly impair driving ability.	0
0	The pyrethroids bifenthrin, S-bioallethrin, bioresmethrin, beta-@DRUG$, @DRUG$, cis-permethrin, and trans-permethrin were incubated in rat and human hepatic microsomes in the presence or absence of NADPH.	The pyrethroids bifenthrin , S-bioallethrin , bioresmethrin , beta- @DRUG$ , @DRUG$ , cis-permethrin , and trans-permethrin were hatch in rat and human liverwort microsomes in the presence or absence seizure of NADPH .	The pyrethroids bifenthrin , S-bioallethrin , in , , @DRUG$ , @DRUG$ , cis-permethrin beta- presence trans-permethrin were incubated in rat and human hepatic microsomes bioresmethrin the and or absence of NADPH .	The pyrethroids bifenthrin , S-bioallethrin , bioresmethrin , beta- @DRUG$ , @DRUG$ , cis-permethrin , and trans-permethrin were incubated in rat and human hepatic microsomes in the presence of NADPH .	The pyrethroids bifenthrin , S-bioallethrin , bioresmethrin , beta- @DRUG$ , @DRUG$ , cis-permethrin , and trans-permethrin were incubated in rat and human hepatic microsomes in the	0
0	OBJECTIVE: To determine whether oral magnesium supplementation (@DRUG$ @DRUG$ [MgCl(2)] solution) improves both insulin sensitivity and metabolic control in type 2 diabetic subjects with decreased serum magnesium levels.	OBJECTIVE : To determine whether oral magnesium supplementation ( @DRUG$ @DRUG$ [ MgCl ( 2 ) ] solution ) better both insulin predisposition and metabolic control in type 2 diabetic subjects with reduced serum magnesium levels .	subjects : To determine whether oral magnesium supplementation ( @DRUG$ @DRUG$ 2 ) ( [ ) ] solution MgCl improves both insulin sensitivity and metabolic control in type 2 diabetic OBJECTIVE with decreased serum magnesium levels .	: To determine oral magnesium supplementation ( @DRUG$ @DRUG$ MgCl ( 2 ) ] solution ) improves both insulin sensitivity and metabolic in type 2 diabetic subjects with decreased magnesium levels .	The purpose of this study was to determine whether oral magnesium supplementation improves insulin sensitivity and metabolic control in type 2 diabetic subjects with decreased serum magnesium levels.	1
0	Groups of male rats were treated with retigabine (10 mg/kg i.p.), @DRUG$ (1 mg/kg i.@DRUG$.), or the two in combination (at 15 min interval) and fixed 60 min after haloperidol treatment.	Groups of male rats were treated with retigabine ( 10 mg / kg i.p. ) , @DRUG$ ( i mg / kg i.@DRUG$ . ) , or the two in combination ( at  amoy interval ) and fixed 60 amoy after haloperidol discourse .	Groups of male retigabine were treated with rats ( 10 mg / kg i.p. at , . two 1 mg / kg i.@DRUG$ @DRUG$ ) , or the ( in combination ( ) 15 min interval ) and fixed 60 min after haloperidol treatment .	Groups of male rats were treated with retigabine ( 10 / kg i.p. ) , @DRUG$ 1 mg / i.@DRUG$ . ) , or in ( at 15 min interval ) and fixed 60 min after haloperidol treatment .	Groups of male rats were treated with retigabine ( 10 mg / kg i.p. ) , @DRUG$ ( 1 mg / kg i.@DRUG$ . ) , or the two in combination ( at 15 min interval ) and fixed 60 min after haloperidol treatment	0
0	However, recent evidence suggests that @DRUG$-@DRUG$ may not be specific for GABAA receptors and may also block the slow AHP.	However , recent epoch evidence suggests that @DRUG$ - @DRUG$ may not be particular for GABAA receptors and may also block the slow AHP .	suggests , recent evidence However that @DRUG$ - @DRUG$ may not may specific for GABAA receptors and be also block the slow AHP .	However , recent evidence suggests that @DRUG$ - @DRUG$ may not be specific for GABAA receptors and may block the slow AHP .	However, @DRUG$ may not be specific for GABAA receptors and may also block the slow AHP.	1
0	Concentrations of leukotriene B4 (@DRUG$, @DRUG$, and thromboxane B2 (TXB2) were measured in blood before and after oral administration of tepoxalin and release of prostaglandin E2 (PGE2), 6-keto-PGF1alpha, and LTC4 was measured in incubation media of synovial tissue, taken at surgery from patients treated with tepoxalin.	immersion of leukotriene B4 ( @DRUG$ , @DRUG$ , and thromboxane B2 ( TXB2 ) were metric in blood before and after unwritten government of tepoxalin and outlet of prostaglandin E2 ( PGE2 ) , 6 - keto - PGF1alpha , and LTC4 was metric in brooding media of synovial tissue , taken at surgery from patients treated with tepoxalin .	Concentrations of leukotriene B4 ( @DRUG$ TXB2 @DRUG$ , tepoxalin thromboxane B2 ( , ) were measured in blood from and after oral administration of and PGE2 release of prostaglandin E2 ( and ) , 6 was keto - PGF1alpha , and tepoxalin - measured in incubation media of synovial tissue , taken at surgery before patients treated with LTC4 .	Concentrations of leukotriene B4 ( @DRUG$ , @DRUG$ , and thromboxane B2 ( TXB2 ) measured in blood before and after oral administration of tepoxalin and release of E2 ( PGE2 ) 6 - keto - PGF1alpha , and LTC4 was measured in incubation media of synovial , taken at surgery from patients treated with tepoxalin .	Concentrations of leukotriene B4 ( @DRUG$ ) and thromboxane B2 ( TXB2 ) were measured in blood before and after oral administration of tepoxalin and release of prostaglandin E2 ( PGE2 ) was measured in incub	1
0	@DRUG$, a mucoprotective agent, increases the cure rate of Helicobacter pylori infection when combined with rabeprazole, @DRUG$ and clarithromycin.	@DRUG$ , a mucoprotective broker , increases the remedy rate of Helicobacter pylori infection when combined with rabeprazole , @DRUG$ and clarithromycin .	@DRUG$ , a mucoprotective pylori , increases infection cure rate of Helicobacter agent the when combined with rabeprazole , @DRUG$ and clarithromycin .	@DRUG$ , a mucoprotective agent , increases the cure rate of Helicobacter pylori when combined with rabeprazole , @DRUG$ and clarithromycin .	When @DRUG$ is used in combination with rabeprazole and clarithromycin, the cure rate for Helicobacter pylori infection is increased.	1
0	Cefpiramide-resistant @DRUG$. aeruginosa strains were resistant to ceftazidime, but 27% of ceftazidime-resistant strains were susceptible to cefpiramide; 15.3% of cefpiramide-resistant S. maltophilia strains were also susceptible to ceftazidime, but 50% of ceftazidime-resistant strains were still susceptible to @DRUG$.	Cefpiramide-resistant @DRUG$ . aeruginosa strains were tolerant to tazicef , but 27 % of tazicef -resistant strains were susceptible to cefpiramide ; 15.3 % of cefpiramide -resistant S. maltophilia strains were too susceptible to tazicef , but 50 % of tazicef -resistant strains were tranquil susceptible to @DRUG$ .	of @DRUG$ . aeruginosa strains were resistant to ceftazidime , but 27 % ceftazidime ceftazidime -resistant strains were susceptible to cefpiramide ; 15.3 % of were -resistant S. maltophilia strains cefpiramide also susceptible to of , but 50 % Cefpiramide-resistant ceftazidime -resistant strains were still susceptible to @DRUG$ .	Cefpiramide-resistant @DRUG$ . strains resistant to ceftazidime but 27 % of ceftazidime -resistant strains were susceptible to cefpiramide ; 15.3 % of -resistant S. maltophilia strains were also susceptible to ceftazidime , but 50 % of ceftazidime -resistant strains were still susceptible to @DRUG$ .	Cefpiramide-resistant @DRUG$ strains were resistant to ceftazidime, but 27 % of ceftazidime-resistant strains were susceptible to cefpiramide; 15.3 % of cefpiramide-resistant S. maltophilia strains were also susceptible to	1
0	Indomethacin (1-(@DRUG$-chlorobenzoyl)-5-methoxy-2-methylindole-3-@DRUG$) is an anit-in-flammatory antipyretic drug commonly used for symptomatic relief of pain and stiffness in rheumatic diseases.	indomethacin ( 1 -( @DRUG$-chlorobenzoyl) -5-methoxy-2-methylindole-3-@DRUG$ ) is an anit-in-flammatory antipyretic drug usually used for symptomatic relief of pain and stiffness in rheumatic diseases .	Indomethacin ( of -( @DRUG$-chlorobenzoyl) -5-methoxy-2-methylindole-3-@DRUG$ ) is an anit-in-flammatory antipyretic for commonly used drug symptomatic relief 1 pain and stiffness in rheumatic diseases .	Indomethacin 1 -( @DRUG$-chlorobenzoyl) -5-methoxy-2-methylindole-3-@DRUG$ ) is an antipyretic drug commonly used for symptomatic relief of pain and stiffness in diseases .	@DRUG$ is a drug that is used to relieve pain and stiffness in rheumatic diseases, while @DRUG$ is a substance that is found in DRUGA.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; @DRUG$/betamethasone dipropionate, CEA-TRICOM, cetuximab, @DRUG$, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This issue concentre on the watch over pick of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , movement - 214662 , bortezomib , bosentan ; @DRUG$ / betamethasone dipropionate , CEA-TRICOM , cetuximab , @DRUG$ , clofarabine , cipher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( set off ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , indiplon , i ( i131 ) tositumomab , irofulven ,  - 1018 ; Lasofoxifene tartrate , brocadopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - ii bacillus , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort pull , sunitinib malate ; cialis , tanaproget , taxus , tiotropium bromide , treprostinil atomic number  ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV - NGFbeta human aprepitant , aripiprazole , ; hydrochloride ; beta-Methyl-6-chloromelatonin ; 2 , Gefitinib , bortezomib , bosentan ; @DRUG$ / betamethasone dipropionate , CEA-TRICOM - cetuximab , @DRUG$ clofarabine , , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , , , drospirenone 1018 drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; 214662 , gestodene , human ( , ) ; hMaxi -K , ghrelin papillomavirus vaccine atomoxetine Imatinib mesylate , indiplon , iodine ( i131 ) / , tartrate , ISS - Nemifitide ; Lasofoxifene irofulven , levodopa tositumomab carbidopa sodium , , liposomal doxorubicin ; acetate ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a Satraplatin peginterferon alfa - BMS b , phVEGF - A165 , pimecrolimus , pramlintide Valdecoxib ; Rasburicase , rimonabant hydrochloride ; , , St. John's Wort extract , sunitinib malate ; Tadalafil , vardenafil , Taxus entacapone tiotropium bromide , treprostinil / ; , , tanaproget hydrochloride hydrate Dexamet Ximelagatran ; Zileuton .	This focuses on the following selection of drugs : AAV - NGFbeta , aprepitant , aripiprazole atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; @DRUG$ / betamethasone , CEA-TRICOM , cetuximab , @DRUG$ , Cypher ; darbepoetin alfa , hydrobromide , desloratadine , Dexamet , drospirenone , / ethinylestradiol , drotrecogin alfa ( activated ) , hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate eszopiclone ; Fenretinide ; Gefitinib gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - ; Lasofoxifene tartrate levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , alfa - , peginterferon alfa - 2 b phVEGF - A165 pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , John's Wort extract sunitinib malate ; Tadalafil , tanaproget , Taxus , bromide , sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran Zileuton .	@DRUG$ is a drug that is used in combination with @DRUG$.	0
0	Prednisolone, prednisolone @DRUG$ and prednisolone sodium @DRUG$ are glucocorticoids used for ocular, anti-inflammatory therapy.	Prednisolone , prednisolone @DRUG$ and prednisolone sodium @DRUG$ are glucocorticoids ill used for ocular , anti-inflammatory therapy .	Prednisolone , prednisolone @DRUG$ and prednisolone ocular @DRUG$ are glucocorticoids used for sodium , anti-inflammatory therapy .	Prednisolone , prednisolone @DRUG$ and prednisolone sodium @DRUG$ are glucocorticoids used for ocular , therapy .	Prednisolone is a glucocorticoid that is used for ocular and anti-inflammatory therapy.	1
1	However, @DRUG$, a potent inhibitor of CYP3A4, does not affect the pharmacokinetics of @DRUG$.	yet , @DRUG$ , a potent inhibitor of CYP3A4 , does not affect the pharmacokinetics of @DRUG$ .	However , @DRUG$ , a potent inhibitor of CYP3A4 , of not affect the pharmacokinetics does @DRUG$ .	However , @DRUG$ , a potent inhibitor of CYP3A4 , does not affect the pharmacokinetics of @DRUG$ .	@DRUG$ does not affect the pharmacokinetics of @DRUG$ .	0
0	Gonadotropins, prolactin (PRL) 17 beta-estradiol (17 beta-E2), @DRUG$ (E1), progesterone (P), androstenedione (A), and dehydroepiandrosterone @DRUG$ (DHEA-S) remained in the follicular phase range.	Gonadotropins , lactogenic hormone ( PRL ) 17 beta-estradiol ( 17 beta - E2 ) , @DRUG$ ( E1 ) , progesterone ( P ) , androstenedione ( A ) , and dehydroepiandrosterone @DRUG$ ( DHEA - southward ) stay on in the follicular phase pasture .	Gonadotropins , prolactin ( PRL ) 17 beta-estradiol ( ) beta - E2 ) , @DRUG$ ( E1 17 , progesterone ( androstenedione ) and P in A ) , , dehydroepiandrosterone @DRUG$ ( DHEA - S ) remained ( the follicular phase range .	Gonadotropins , prolactin ( PRL ) 17 ( 17 beta - E2 ) , @DRUG$ ( E1 , progesterone ( P ) , androstenedione ( A ) and dehydroepiandrosterone @DRUG$ ( DHEA - remained in the follicular phase range .	Gonadotropins, prolactin (PRL), 17 beta-estradiol (17 beta-E2), @DRUG$ (E1), progesterone (P), androstenedione (A), and dehydroepiandrosterone @DRUG$ (DHE	0
0	@DRUG$ may become the treatment of choice when dealing with vascular diseases and their complications, as well @DRUG$ for the prevention of venous thromboembolic disease, being particularly indicated in elderly patients, due to its good tolerability and ease of management.	@DRUG$ crataegus oxycantha become the treatment of alternative when dealing with vascular diseases and their complications , as well @DRUG$ for the prevention of venous thromboembolic disease , being particularly designate in elderly patients , ascribable to its good tolerability and ease of management .	@DRUG$ may become in treatment of choice when dealing with vascular diseases and their patients , as well @DRUG$ for the venous prevention of thromboembolic disease , being particularly indicated the elderly complications , due to its good tolerability and ease of management .	@DRUG$ may become the treatment of choice when dealing with vascular diseases and their complications , well @DRUG$ for the prevention of venous thromboembolic disease , being particularly indicated in elderly patients , due to good tolerability and ease of management .	@DRUG$ is a good choice for treating vascular diseases and their complications, and @DRUG$ is a good choice for preventing venous thromboembolic disease, especially in elderly patients.	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of @DRUG$ 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, @DRUG$ oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	deoxyadenosine monophosphate review of commercially uncommitted oral and injectable solution formulations reveals that the solubilizing excipients let in water - soluble organic solvents ( polythene ethanediol  , polythene ethanediol 400 , grain alcohol , propene ethanediol , glycerin , N-methyl - two - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor elevation , Cremophor RH 40 , Cremophor RH lx , d-alpha-tocopherol polythene ethanediol 1000 succinate , polysorbate twenty , polysorbate  , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$  , 400 , or 1750 ) , water - indissoluble lipids ( genus castor oil , corn oil , cottonseed oil , olive oil , @DRUG$ oil , peppermint oil , safflower oil , benni oil , soja bean oil , hydrogenated vegetable rock oil , hydrogenated soja bean oil , and medium- chain triglycerides of coconut oil and handle seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , assorted cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially 1000 oral and injectable solution formulations reveals , the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol alpha-cyclodextrin , polyethylene EL 400 , glycol , propylene ethanol , sesame , N-methyl - 2 - pyrrolidone , dimethylacetamide , 407 dimethylsulfoxide ) , non-ionic surfactants of , glycol , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene , available succinate , and 20 , polysorbate 80 , Solutol HS 15 Cremophor sorbitan monooleate , poloxamer and , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire vegetable , Softigen 767 , and mono- polysorbate di-fatty acid esters of @DRUG$ 300 , / , or 1750 ) , water - insoluble lipids ( castor oil , corn oil , cottonseed oil liquids olive oil , @DRUG$ oil , peppermint oil , safflower oil , glycerin ) , soybean oil , hydrogenated 44/14 oils , hydrogenated soybean oil and and medium- chain triglycerides ( coconut oil ( palm seed oil ) , organic glycol 400 semi-solids ( beeswax that cyclodextrins , oleic acid , medium- chain beta-cyclodextrin and diglycerides oil , various d-alpha-tocopherol ( 300 , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - mono- ) , , phospholipids and hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL Cremophor RH 40 , Cremophor RH , polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$ 300 , 400 , or 1750 ) , water - insoluble lipids castor oil , corn oil , cottonseed oil , olive oil , @DRUG$ oil , peppermint oil , oil , sesame oil , oil , hydrogenated vegetable oils , soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol )	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	These conclusions were documented by competitive inhibition studies, utilization of a beta(3)-integrin antibody that blocked uptake of ferric but not ferrous iron, development of an anti-DMT-1 antibody that blocked ferrous iron and manganese uptake but not ferric iron, transfection of DMT-1 DNA into tissue culture cells that showed enhanced uptake of ferrous iron and manganese but neither ferric iron nor zinc, hepatic metal concentrations in mk mice showing decreased iron and manganese but not zinc or copper, and data showing that the addition of reducing agents to tissue culture media altered @DRUG$ binding to proteins of the IMP and @DRUG$-1 pathways.	These conclusions were documented by competitive inhibition studies , utilization of a beta ( 3 ) - integrin antibody that occlude intake of ferrous but not ferrous iron , growth of an anti-DMT - 1 antibody that occlude ferrous iron and manganese intake but not ferrous iron , transfection of DMT - 1 DNA into tissue polish cell that showed heighten intake of ferrous iron and manganese but neither ferrous iron nor atomic number  , hepatic metal engrossment in mk mice showing decreased iron and manganese but not atomic number  or pig , and data showing that the addition of reducing federal agent to tissue polish media altered @DRUG$ binding to proteins of the IMP and @DRUG$ - 1 pathways .	These conclusions were documented by iron agents studies , utilization of a beta ( that ) - integrin antibody that blocked uptake but iron but ferric ferrous ferric , development - an anti-DMT of competitive antibody that that ferrous iron and manganese uptake but not ferric iron and transfection of DMT - 1 DNA into tissue culture cells blocked showed enhanced uptake of ferrous iron , manganese of neither not 1 nor zinc , hepatic metal concentrations in mk mice showing decreased iron and manganese but not tissue or copper , and data showing 3 the addition of reducing inhibition to zinc culture media altered @DRUG$ binding to proteins of the IMP and @DRUG$ - 1 pathways .	These conclusions were documented by competitive inhibition , utilization of a beta ( 3 ) - integrin antibody that blocked uptake of ferric but not ferrous , development an anti-DMT - 1 antibody that blocked iron and manganese but not ferric iron , transfection of DMT - 1 DNA into tissue culture cells that showed enhanced uptake of ferrous iron and but neither ferric nor , hepatic metal concentrations in mk mice showing decreased iron manganese but not zinc or copper , and data showing that the addition of reducing agents tissue media altered @DRUG$ binding to proteins of the IMP and @DRUG$ - 1 pathways .	@DRUG$ and @DRUG$ are two proteins that are involved in the uptake of different metals into cells. DRUGA is involved in the uptake of iron and manganese, while DRUGB is involved in the uptake of zinc and copper. The two proteins compete with each other for the	0
0	An equipotent beta 1-adrenoceptor-blocking dose of @DRUG$ (100 @DRUG$), compared with 10 and 20 mg bisoprolol, was found to increase airway resistance in the population of asthmatic patients studied.	An equipotent beta 1 - adrenoceptor- blocking dose of @DRUG$ ( 100 @DRUG$ ) , compared with tenner and 20 atomic number  bisoprolol , was found to increase airway resistance in the population of asthmatic patients learn .	An equipotent beta 1 - adrenoceptor- blocking dose of @DRUG$ ( 100 @DRUG$ ) patients compared with found and 20 mg bisoprolol , was 10 to increase airway resistance in the population asthmatic of , studied .	An equipotent beta - adrenoceptor- blocking dose of @DRUG$ ( 100 @DRUG$ ) , compared with 10 mg bisoprolol , was found to increase airway resistance in the population of asthmatic studied .	For every 100 units of @DRUG$, you need 10 and 20 units of bisoprolol to achieve the same effect.	1
1	Animal studies indicated that @DRUG$ produces sedative and antianxiety effects with less toxicity than chlordiazepoxide or @DRUG$.	Animal studies signal that @DRUG$ produces sedative and antianxiety effects with less toxicity than chlordiazepoxide or @DRUG$ .	Animal studies that indicated @DRUG$ produces sedative and antianxiety effects with less toxicity than chlordiazepoxide or @DRUG$ .	Animal studies indicated that @DRUG$ produces sedative and antianxiety effects with toxicity than chlordiazepoxide or @DRUG$ .	Animal studies showed that @DRUG$ produces sedative and antianxiety effects with less toxicity than chlordiazepoxide or @DRUG$ .	0
0	Pooled results of data from the two short-term efficacy trials that also included an active comparator arm showed that the mean change in HAM-A scores with @DRUG$ relative to placebo were of the same magnitude @DRUG$ those with venlafaxine extended release versus placebo.	Pooled results of information from the two short - term efficacy trials that also included an fighting comparator arm showed that the entail change in HAM - group a scores with @DRUG$ relative to placebo were of the same magnitude @DRUG$ those with venlafaxine extended release versus placebo .	of results Pooled data from the two short - HAM efficacy trials that also included an active comparator arm showed that the mean change in term - A scores with @DRUG$ relative to placebo were of the same magnitude @DRUG$ those with venlafaxine extended release versus placebo .	Pooled results of from the two short - term trials that also included an active comparator arm that the mean change in HAM - A scores with @DRUG$ relative to placebo were of the same magnitude @DRUG$ those with venlafaxine extended release versus placebo .	The mean change in HAM-A scores with @DRUG$ relative to placebo were of the same magnitude as those with venlafaxine extended release versus placebo .	1
0	Dabigatran has an advantage over the indirect @DRUG$ inhibitors, @DRUG$ and low-molecular-weight heparin, in that it inhibits free and fibrin-bound thrombin.	Dabigatran has an advantage over the indirect @DRUG$ inhibitors , @DRUG$ and low-molecular -weight lipo hepin , in that it suppress free and fibrin-bound thrombin .	Dabigatran has indirect an over the advantage @DRUG$ inhibitors , @DRUG$ and low-molecular -weight heparin , in that it inhibits free and fibrin-bound thrombin .	Dabigatran has an advantage over the indirect @DRUG$ inhibitors , @DRUG$ and -weight , in it inhibits free and fibrin-bound thrombin	Dabigatran is better than indirect inhibitors (@DRUG$) and low-molecular weight heparin in that it inhibits both free and fibrin-bound thrombin.	1
0	Four types of CM including ioxitalamate (high osmolar and ionic), ioxaglate (low osmolar and ionic), iohexol (low osmolar and nonionic), and @DRUG$ (iso-osmolar and nonionic) were given iv (1600 mg I/kg body weight) to @DRUG$-anesthetized female Wistar rats.	Four types of CM including ioxitalamate ( high up osmolar and ionic dialect ) , ioxaglate ( abject osmolar and ionic dialect ) , iohexol ( abject osmolar and nonionic ) , and @DRUG$ ( iso-osmolar and nonionic ) were given quaternary ( 1600 milligram I / kg body weight ) to @DRUG$ - anesthetized female Wistar rats .	Four types of CM including ioxitalamate ( high osmolar and ionic ) , ioxaglate ( low osmolar , ionic / and iohexol ( low osmolar and nonionic , ) and @DRUG$ ( iso-osmolar and nonionic ) were given kg ( 1600 mg I ) iv body ) weight to @DRUG$ - anesthetized female Wistar rats .	Four types of CM including ioxitalamate ( high osmolar and ionic ) , low osmolar and ionic ) , iohexol ( low osmolar and ) , and @DRUG$ ( iso-osmolar and nonionic ) were given iv ( 1600 mg I kg body ) to @DRUG$ - anesthetized female Wistar rats .	The four types of CM were given intravenously to @DRUG$-anesthetized female Wistar rats.	1
0	Compared with the control group, the DDVP-treated group showed statistically significantly increased intensities of indoxyl sulfate, estrone sulfate, cholic acid, @DRUG$, p-@DRUG$, p-cresol sulfate, and orotic acid but decreased intensities of suberic acid, citric acid, sebacic acid, hippuric acid, taurine, phosphocreatine, 3-hydroxyanthranilic acid, and kynurenic acid.	Compared with the control condition grouping , the DDVP - treated grouping showed statistically significantly increased vividness of indoxyl sulfate , oestrone sulfate , cholic virulent , @DRUG$ , p-@DRUG$ , p-cresol sulfate , and orotic virulent but decreased vividness of suberic virulent , citric virulent , sebacic virulent , hippuric virulent , taurine , creatine phosphoric acid , 3 - hydroxyanthranilic virulent , and kynurenic virulent .	Compared with the control group , the DDVP - treated group showed statistically significantly increased intensities of indoxyl , , estrone sulfate hydroxyanthranilic cholic acid , @DRUG$ , p-@DRUG$ , , sulfate , and phosphocreatine acid but decreased intensities of suberic acid , citric acid , sebacic acid , hippuric acid p-cresol taurine sulfate orotic , 3 acid , - , and kynurenic acid .	with the control group , the - treated group showed significantly increased intensities of indoxyl sulfate , estrone , , , p-@DRUG$ p-cresol sulfate , and orotic acid but decreased intensities of acid , acid sebacic , hippuric acid , taurine , , 3 - hydroxyanthranilic acid , kynurenic acid .	The DDVP-treated group showed statistically significantly increased intensities of indoxyl sulfate, estrone sulfate, cholic acid, @DRUG$, p-@DRUG$, p-cresol sulfate, and orotic acid but decreased intensities of suberic acid	0
0	An automated system using on-line solid-phase extraction (SPE) high-performance liquid chromatography (HPLC) with ultraviolet (UV) detection was developed for the determination of tetracyclines (TCs), such as tetracycline (TC), @DRUG$ (OTC), chlortetracycline (CTC), metacycline (MC), and doxycycline (@DRUG$) in honey.	An automated system utilize on - line solid- phase origin ( SPE ) high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) signal detection was build up for the determination of tetracyclines ( TCs ) , such as tetracycline ( TC ) , @DRUG$ ( OTC ) , aureomycin ( CTC ) , metacycline ( megacycle per second ) , and doxycycline ( @DRUG$ ) in honey .	An automated system using tetracyclines of line solid- SPE extraction ( phase ) high - such liquid ( ( HPLC ) with ultraviolet ( UV ( detection was developed for the determination - on ( TCs ) , performance as tetracycline ( TC ) , @DRUG$ ( OTC ) , chlortetracycline ) CTC ) , metacycline ( MC ) , and doxycycline chromatography @DRUG$ ) in honey .	An automated system using on - line phase extraction ( SPE high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) was developed for the determination of tetracyclines ( TCs , such as tetracycline ( ) , @DRUG$ ( OTC ) , chlortetracycline ( CTC ) , metacycline ( MC ) , and doxycycline ( @DRUG$ ) honey .	An automated system using on - line solid- phase extraction ( SPE ) high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was developed for the determination of tetracyclines ( TCs ) , such as tetracycline ( TC ) , DRUG	1
0	@DRUG$ content in meat and @DRUG$ samples over a two-year period in Croatia.	@DRUG$ content in meat and @DRUG$ samples over a two -year point in Croatia .	@DRUG$ content in meat period @DRUG$ samples over a two -year and in Croatia .	@DRUG$ content in meat and @DRUG$ samples over a two -year period in Croatia .	The amount of @DRUG$ in meat samples and the amount of @DRUG$ in drug samples over a two-year period in Croatia.	0
0	"MATERIALS AND METHODS: Swiss albino mice (male) received treatment of 5% of Tween 80 in 0.9% saline (10 ml/kg; control group), ""aripiprazole alone"" (1 mg/kg), ""hydroxyzine alone"" (3 mg/kg), and aripiprazole (0.5 mg/kg) + @DRUG$ (1.5 @DRUG$/kg) through the intraperitoneal route."	" material AND METHODS : swiss albino mice ( male ) receive treatment of little phoebe % of Tween 80 in 0.9 % saline ( 10 millilitre / kilogram ; control group ) , " " aripiprazole alone " " ( 1 atomic number  / kilogram ) , " " atarax alone " " ( 3 atomic number  / kilogram ) , and aripiprazole ( 0.5 atomic number  / kilogram ) + @DRUG$ ( 1.5 @DRUG$ / kilogram ) through the intraperitoneal route . "	" MATERIALS AND kg albino Swiss " mice ( in ) received treatment of 5 % " Tween 80 male 0.9 % saline ( 10 hydroxyzine / , ; control group ml METHODS : " aripiprazole alone " of ( 1 mg / kg ) , " " ) alone " " ( 3 mg / kg ) , and aripiprazole ( 0.5 mg / kg ) + @DRUG$ ( 1.5 @DRUG$ / kg ) through the intraperitoneal route . "	" MATERIALS AND : Swiss albino mice ( male ) received treatment of 5 % of Tween 80 in 0.9 % saline 10 ml / kg ; control group , " " aripiprazole alone " " ( 1 / kg ) , " " alone " ( 3 mg / ) , and aripiprazole ( 0.5 mg / ) + @DRUG$ ( 1.5 @DRUG$ / kg ) through the intraperitoneal route . "	MATERIALS AND METHODS: Swiss albino mice (male) received treatment of 5% of Tween 80 in 0.9% saline (10 ml/kg; control group), aripiprazole alone (1 mg/kg), hydroxyzine alone (3	1
0	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, glembatumumab vedotin) and 15 mAbs are for non-cancer indications (caplacizumab, lanadelumab, roledumab, tralokinumab, @DRUG$, SA237, emapalumab, @DRUG$, erenumab, eptinezumab, fremanezumab, fasinumab, tanezumab, lampalizumab, brolucizumab).	Of these , quintuplet mAbs are for crab ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , glembatumumab vedotin ) and xv mAbs are for non-cancer denotation ( caplacizumab , lanadelumab , roledumab , tralokinumab , @DRUG$ , SA237 , emapalumab , @DRUG$ , erenumab , eptinezumab , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these , 5 mAbs are for cancer ( durvalumab fremanezumab JNJ - 56022473 lanadelumab ublituximab , anetumab ravtansine ( glembatumumab vedotin , and 15 mAbs are for non-cancer indications , caplacizumab , , ) emapalumab , tralokinumab , @DRUG$ , SA237 , roledumab , @DRUG$ , erenumab , eptinezumab , , , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these , mAbs are cancer ( durvalumab , JNJ - , ublituximab , anetumab ravtansine , glembatumumab vedotin ) and 15 mAbs non-cancer indications ( caplacizumab , roledumab , tralokinumab , @DRUG$ , SA237 , , @DRUG$ , erenumab , eptinezumab , fremanezumab fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, glembatumumab vedotin) and 15 mAbs are for non-cancer indications (ca	1
0	After incubation with either NL4-3 or JR-CSF, IPCs produced a large amount of IFN-alpha and at the @DRUG$ time underwent morphological differentiation into @DRUG$ with upregulation of CD80 and CD86.	After brooding with either NL4 - tierce or JR - CSF , IPCs produced a large add up of IFN - alpha and at the @DRUG$ time underwent morphological differentiation into @DRUG$ with upregulation of CD80 and CD86 .	After incubation with either NL4 - 3 or JR - morphological at IPCs produced a of amount large IFN - alpha and , the @DRUG$ time underwent CSF differentiation into @DRUG$ with upregulation of CD80 and CD86 .	incubation with either NL4 - 3 JR - CSF , IPCs produced a large amount of IFN - alpha and at the @DRUG$ time underwent morphological differentiation into @DRUG$ with upregulation of and CD86 .	After incubation with either NL4 - 3 or JR - CSF , IPCs produced a large amount of IFN - alpha and at the @DRUG$ time underwent morphological differentiation into @DRUG$ with upregulation of CD80 and CD86 ."In other words, the relationship	0
0	Production of the representative AA-metabolites LTB4 and @DRUG$ from isolated monocytes stimulated with the calcium ionophore A23187 were measured ex vivo before therapy with 1.8-@DRUG$ (3 x 200 mg/day), after three days of treatment (day 4) and four days after discontinuation of 1.	Production of the instance AA - metabolites LTB4 and @DRUG$ from isolated monocyte stimulated with the calcium ionophore A23187 were measured ex vivo before therapy with 1.8- @DRUG$ ( 3 x two hundred magnesium / day ) , after three days of treatment ( day tetrad ) and four days after discontinuation of 1 .	Production of the 3 with - metabolites LTB4 and @DRUG$ from isolated monocytes stimulated four the calcium ionophore A23187 were measured ex vivo before therapy representative 1.8- @DRUG$ ( ) x 200 mg / day ) , after three days of treatment ( day 4 with and AA days after discontinuation of 1 .	Production of the representative AA - metabolites LTB4 and @DRUG$ isolated monocytes stimulated the ionophore A23187 were measured ex vivo before therapy with 1.8- @DRUG$ ( 3 x mg / day ) , after three days of treatment ( day 4 ) and days after discontinuation of 1 .	Production of the representative AA - metabolites LTB4 and @DRUG$ from isolated monocytes stimulated with the calcium ionophore A23187 were measured ex vivo before therapy with 1.8- @DRUG$ ( 3 x 200 mg / day ) , after three days of treatment ( day 4 )	0
0	BP control can be enhanced with a more consistent 24-hour BP-lowering profile by using single-pill, fixed-dose combination therapy with @DRUG$ plus @DRUG$ (HCTZ).	BP control can be enhanced with a more reproducible 24 - hour BP - lowering profile by using single - lozenge , fixate - dose combination therapy with @DRUG$ plus @DRUG$ ( HCTZ ) .	BP control can be BP with a more - 24 - hour enhanced consistent lowering profile by using single - pill , fixed - ( combination therapy with @DRUG$ plus @DRUG$ dose HCTZ ) .	BP control can be enhanced with a more consistent 24 - hour BP - lowering profile by using single - , fixed - dose combination therapy with @DRUG$ plus @DRUG$ ( HCTZ ) .	Using a single-pill, fixed-dose combination therapy of @DRUG$ plus @DRUG$ (HCTZ) can help to achieve more consistent blood pressure control throughout the day.	0
0	BACKGROUND: Ozanimod is a @DRUG$ 1-@DRUG$ receptor modulator, which selectively binds to sphingosine 1-phosphate receptor subtypes 1 and 5 with high affinity.	downplay : Ozanimod is a @DRUG$ 1 -@DRUG$ receptor modulator , which selectively binds to sphingosine 1 - phosphate receptor subtypes 1 and 5 with high kinship .	BACKGROUND : Ozanimod is receptor @DRUG$ 1 -@DRUG$ a sphingosine , which selectively binds to modulator 1 - phosphate receptor subtypes 1 and 5 with high affinity .	BACKGROUND : Ozanimod is a @DRUG$ 1 -@DRUG$ receptor modulator , which to sphingosine phosphate receptor subtypes 1 5 with high affinity	@DRUG$ is a molecule that selectively binds to receptors called @DRUG$s with high affinity.	0
0	At 400 @DRUG$, tepoxalin is a dual inhibitor of cyclooxygenase (@DRUG$) and 5-lipoxygenase (5-LO) in blood and synovial tissue.	At 400 @DRUG$ , tepoxalin is a double inhibitor of cyclooxygenase ( @DRUG$ ) and 5 - lipoxygenase ( 5 - LO ) in blood and synovial tissue paper .	At 400 @DRUG$ , tepoxalin tissue a dual inhibitor of cyclooxygenase ( @DRUG$ ) and 5 - lipoxygenase ( ) - LO 5 in blood and synovial is .	At 400 @DRUG$ , tepoxalin is dual inhibitor of cyclooxygenase ( @DRUG$ and 5 - lipoxygenase ( 5 - LO ) in blood and tissue .	At 400 @DRUG$ , tepoxalin is a dual inhibitor of cyclooxygenase ( @DRUG$ ) and 5 - lipoxygenase ( 5 - LO ) in blood and synovial tissue ."This means that at 400 DRUGA , tepoxalin	0
0	The potent and selective antagonist @DRUG$ may offer a possible therapeutic tool for use not only in functional gastrointestinal disorders, such as irritable bowel syndrome, constipation, gastroesophageal reflux disease and functional dyspepsia, but also in other pathologies, such @DRUG$ biliary colics, pancreatic diseases and gastrointestinal tumors.	The potent and selective antagonist @DRUG$ crataegus oxycantha offer a possible therapeutic tool for purpose not only in functional gastrointestinal disorders , such as tetchy intestine syndrome , constipation , gastroesophageal reflux disease and functional dyspepsia , but also in other pathologies , such @DRUG$ biliary colics , pancreatic diseases and gastrointestinal tumor .	The potent , , antagonist @DRUG$ not offer a possible therapeutic tool may use for only in functional gastrointestinal disorders selective such as and bowel syndrome and constipation , gastroesophageal reflux disease irritable functional dyspepsia , but also in other pathologies , such @DRUG$ biliary colics , pancreatic diseases and gastrointestinal tumors .	The potent and selective antagonist @DRUG$ may offer a possible tool for use not only in functional gastrointestinal disorders such as irritable bowel syndrome constipation gastroesophageal reflux disease and dyspepsia , but also in pathologies , such @DRUG$ biliary colics , pancreatic and gastrointestinal tumors .	@DRUG$ may be useful for treating functional gastrointestinal disorders, as well as other diseases such as biliary colics, pancreatic diseases, and gastrointestinal tumors.	1
0	A combination of active @DRUG$ and @DRUG$ salts is the current medical therapy used to treat patients with XLH and inoperative TIO.	A combining of active @DRUG$ and @DRUG$ salts is the current medical therapy used to goody patients with XLH and inoperative TIO .	and combination of active @DRUG$ and @DRUG$ salts is the current medical therapy used to TIO patients with XLH A inoperative treat .	A combination of active @DRUG$ and @DRUG$ salts is current medical therapy used to treat patients with XLH and inoperative TIO .	@DRUG$ and @DRUG$ are two active ingredients in a medication that is currently used to treat patients with XLH and inoperative TIO .	0
0	An open-label multicentre trial was conducted to evaluate high-dose DDAVP (@DRUG$ @DRUG$) intranasal spray (Stimate; 1.5 mg mL(-1)), for the control of bleeding in 333 patients with mild haemophilia A, mild or moderate type 1 von Willebrand disease, or symptomatic carriers of haemophilia A. Overall, 278 patients received 2170 doses of high-dose DDAVP intranasal spray (1.5 mg mL(-1)).	An open-label multicentre trial was conducted to evaluate high- dose DDAVP ( @DRUG$ @DRUG$ ) intranasal spray ( Stimate ; 1.5 mg cubic centimetre ( - 1 ) ) , for the control of phlebotomize in 333 patient role with mild bleeders disease group a , mild or moderate case 1 von e a von willebrand disease , or symptomatic carriers of bleeders disease A. Overall , 278 patient role received 2170 dot of high - dose DDAVP intranasal spray ( 1.5 mg cubic centimetre ( - 1 ) ) .	An open-label multicentre trial was conducted to evaluate high- dose , ( @DRUG$ @DRUG$ DDAVP mild spray ( Stimate ; doses mg mL bleeding - 1 ) ) DDAVP for the control of ( in spray patients with intranasal haemophilia A ) mild or moderate type 1 von Willebrand disease , or symptomatic carriers of haemophilia A. Overall , 278 patients received 2170 1.5 of high - dose , intranasal ( 333 1.5 mg mL ( - 1 ) ) .	An open-label trial was conducted to high- dose ( @DRUG$ @DRUG$ ) intranasal ( Stimate 1.5 mg mL ( - 1 ) , for the control of bleeding in 333 with mild haemophilia , mild or moderate type 1 von Willebrand , or symptomatic carriers of haemophilia A. Overall , 278 patients received 2170 doses of high - dose DDAVP intranasal spray ( 1.5 mg mL ( - 1 ) ) .	A study was conducted to evaluate the use of a high dose of DDAVP intranasal spray (Stimate) for the control of bleeding in patients with mild haemophilia A, mild or moderate type 1 von Willebrand disease, or symptomatic carriers of haemophilia	1
0	In vitro affinity for vascular 5HT2 and alpha receptors was determined for several compounds (spiperone, ketanserin, mianserin, trazodone, mepiprazole, @DRUG$, m-trifluoro-methylphenylpiperazine, @DRUG$-chlorophenylpiperazine, and 1-(1-naphthyl)piperazine) known to interact with serotonin receptors.	In vitro affinity for vascular 5HT2 and alpha sensory receptor was find for several deepen ( spiperone , ketanserin , mianserin , trazodone , mepiprazole , @DRUG$ , m-trifluoro - methylphenylpiperazine , @DRUG$ - chlorophenylpiperazine , and 1 - ( 1 - naphthyl ) piperazine ) love to interact with  hydroxytryptamine sensory receptor .	, vitro affinity for vascular 1 and mianserin receptors was determined alpha several compounds ( spiperone , ketanserin , for , m-trifluoro , mepiprazole , @DRUG$ In trazodone - methylphenylpiperazine , @DRUG$ - chlorophenylpiperazine , and 1 - ( 5HT2 - naphthyl ) piperazine ) known to interact with serotonin receptors .	In vitro for vascular 5HT2 and receptors was determined for compounds ( spiperone , ketanserin , mianserin , trazodone mepiprazole , @DRUG$ , m-trifluoro methylphenylpiperazine , @DRUG$ - chlorophenylpiperazine , and 1 - ( 1 - piperazine ) known to interact with serotonin receptors .	The affinity of @DRUG$ for vascular 5HT2 and alpha receptors was determined to be greater than the affinity of @DRUG$ for these receptors.	0
0	4-Chloro-N-(2-methyl-1-indolinyl)-3-sulfamoylbenzamide (indapamide), an indoline-containing diuretic drug, has recently been evaluated in a large Phase III clinical trial (ADVANCE) with a fixed-dose combination of an @DRUG$-converting enzyme inhibitor, @DRUG$, and shown to significantly reduce the risks of major vascular toxicities in people with type 2 diabetes.	4 - Chloro-N-( 2-methyl-1-indolinyl ) -3-sulfamoylbenzamide ( indapamide ) , an indoline - containing diuretic drug drug , has recently been evaluated in a large form III clinical trial ( ADVANCE ) with a fixed - dose compounding of an @DRUG$ - converting enzyme inhibitor , @DRUG$ , and shown to significantly reduce the risks of john major vascular toxicity in the great unwashed with type 2 diabetes .	4 - Chloro-N-( 2-methyl-1-indolinyl ) ( -3-sulfamoylbenzamide indapamide ) , an indoline - containing diuretic drug , has recently a evaluated in a large Phase III of trial ( ADVANCE ) clinical been fixed - dose combination of type @DRUG$ an converting enzyme inhibitor , @DRUG$ , and shown to significantly reduce the risks with major vascular toxicities in people with - 2 diabetes .	4 Chloro-N-( 2-methyl-1-indolinyl ) -3-sulfamoylbenzamide ( indapamide ) , an indoline - containing diuretic drug has recently been evaluated in a large III clinical trial ( ADVANCE ) with a fixed - dose combination of an @DRUG$ - converting enzyme inhibitor , @DRUG$ , and to significantly reduce the of major vascular toxicities in people with type 2 diabetes .	4 - Chloro-N-( 2-methyl-1-indolinyl ) -3-sulfamoylbenzamide ( indapamide ) is a diuretic drug that has recently been evaluated in a large Phase III clinical trial ( ADVANCE ) with a fixed -	1
0	The total excretion of unchanged @DRUG$, apomorphine @DRUG$, and apomorphine glucuronide amounted to 0.3 +/- 0.4%, 3.8 +/- 1% and 6.0 +/- 2.2% of the administered dose, respectively.	The total voiding of unchanged @DRUG$ , apomorphine @DRUG$ , and apomorphine glucuronide amounted to 0.3 +/- 0.4 % , 3.8 +/- unity % and 6.0 +/- 2.2 % of the administered social disease , respectively .	The total excretion of unchanged @DRUG$ apomorphine , @DRUG$ , and apomorphine +/- amounted to 0.3 glucuronide 0.4 % , 3.8 +/- 2.2 % and 6.0 +/- 1 % of the administered dose , respectively .	The total excretion of unchanged @DRUG$ , apomorphine @DRUG$ , and apomorphine glucuronide amounted to 0.3 +/- 0.4 % 3.8 +/- 1 and 6.0 +/- 2.2 % of the administered dose , respectively .	The total excretion of unchanged @DRUG$ and apomorphine @DRUG$ amounted to 0.3 +/- 0.4 % and 3.8 +/- 1 % of the administered dose , respectively .	0
0	Patients receiving Gln dipeptide revealed improved nitrogen balances (cumulative balance over 5 days: -7.9 +/- 3.6 vs. -23.0 +/- 2.6 g @DRUG$), improved lymphocyte recovery on day 6 (2.41 +/- 0.27 vs. 1.52 +/- 0.17 lymphocytes/nL) and improved generation of cysteinyl-leukotrienes from polymorphonuclear neutrophil granulocytes (25.7 +/- 4.89 vs. 5.03 +/- 3.11 @DRUG$/mL).	patient receiving Gln dipeptide revealed improved nitrogen balances ( cumulative libra the balance over fivesome days : - 7.9 +/- 3.6 vs. -23.0 +/- 2.6 g @DRUG$ ) , improved lymph cell retrieval on day hexad ( 2.41 +/- 0.27 vs. 1.52 +/- 0.17 lymphocytes / nL ) and improved generation of cysteinyl- leukotrienes from polymorphonuclear neutrophil granulocytes ( 25.7 +/- 4.89 vs. 5.03 +/- 3.11 @DRUG$ / mL ) .	Patients Gln improved dipeptide revealed improved 7.9 balances ( cumulative 0.27 over 5 vs. : - nitrogen +/- 3.6 vs. -23.0 +/- 2.6 g @DRUG$ ) , improved lymphocyte recovery vs. day 6 ( 2.41 +/- balance on 1.52 +/- 0.17 lymphocytes / nL ) and receiving generation of cysteinyl- leukotrienes from polymorphonuclear neutrophil granulocytes ( 25.7 +/- 4.89 days 5.03 +/- 3.11 @DRUG$ / mL ) .	Patients Gln dipeptide revealed improved nitrogen balances ( balance over 5 days : - 7.9 +/- 3.6 vs. -23.0 +/- 2.6 g @DRUG$ ) , improved lymphocyte on day 6 ( +/- 0.27 vs. 1.52 +/- 0.17 lymphocytes / nL ) and improved generation of leukotrienes from neutrophil granulocytes ( 25.7 +/- 4.89 vs. 5.03 +/- 3.11 @DRUG$ / mL ) .	Patients receiving Gln dipeptide revealed improved nitrogen balances, improved lymphocyte recovery, and improved generation of cysteinyl- leukotrienes from polymorphonuclear neutrophil granulocytes.	1
0	@DRUG$ acts as a ligand for central @DRUG$ 5-HT1A receptors.	@DRUG$ acts as a ligand for key @DRUG$ 5 - HT1A receptors .	@DRUG$ acts as a ligand HT1A central @DRUG$ 5 - for receptors .	@DRUG$ acts as a ligand for central @DRUG$ 5 - HT1A receptors .	@DRUG$ binds to and activates central @DRUG$ receptors that are specifically for the neurotransmitter serotonin (5-HT1A).	0
0	The iodination of the tyrosyl residues of TG preceeds TH biosynthesis, which depends on the interaction of @DRUG$, @DRUG$, hydrogen peroxide (H2O2) and thyroid peroxidase (TPO) at the apical plasma membrane of thyrocytes.	The iodination of the tyrosyl residuum of TG preceeds TH biogenesis , which depends on the fundamental interaction of @DRUG$ , @DRUG$ , h peroxide ( H2O2 ) and thyroid peroxidase ( TPO ) at the apical plasma membrane of thyrocytes .	The iodination of the tyrosyl residues ( , preceeds depends plasma , which TH on the interaction of @DRUG$ TG @DRUG$ , hydrogen peroxide of H2O2 ) and thyroid peroxidase ( TPO ) at the apical biosynthesis membrane of thyrocytes .	The iodination of the tyrosyl of TG TH biosynthesis , which depends on the interaction of @DRUG$ , @DRUG$ , hydrogen peroxide H2O2 ) and thyroid peroxidase ( TPO ) at the apical plasma membrane thyrocytes .	The iodination of the tyrosyl residues of TG preceeds TH biosynthesis , which depends on the interaction of @DRUG$ and @DRUG$ at the apical plasma membrane of thyrocytes .	0
0	Radioactivity disappeared from sheep blood between 2 and 7 d, from @DRUG$ blood between 7 and 14 @DRUG$, and from quail blood between 1 and 2 d. Urine accounted for 35% of the radioactivity administered to sheep.	Radioactivity disappeared from sheep blood between 2 and sevener d , from @DRUG$ blood between sevener and 14 @DRUG$ , and from recoil blood between ane and 2 d. Urine accounted for 35 % of the radiation administered to sheep .	d. the from sheep blood disappeared 2 and and d , from @DRUG$ blood between 7 and 14 @DRUG$ , and from quail blood between 1 7 2 Radioactivity Urine accounted for 35 % of between radioactivity administered to sheep .	Radioactivity disappeared from sheep blood between 2 and 7 d , from @DRUG$ blood between and 14 @DRUG$ , and from quail blood between 1 and 2 d. Urine accounted for 35 % of the radioactivity administered to sheep .	Radioactivity disappeared from sheep blood between 2 and 7 d , from @DRUG$ blood between 7 and 14 @DRUG$ , and from quail blood between 1 and 2 d. Urine accounted for 35 % of the radioactivity administered to sheep ."In other words, DRUGA and	0
0	CONCLUSION: The literature review and the observational study support the use of low-dose @DRUG$ (< or =5 mg) on top of oral loop diuretics, @DRUG$ an effective and relatively safe treatment in contemporary outpatients with refractory HF.	stopping point : The literature review and the observational hit the books support the use of low-dose @DRUG$ ( < or =5 mg ) on top of viva voce loop diuretics , @DRUG$ an effectual and relatively safe treatment in contemporary outpatients with refractory HF .	CONCLUSION : The safe review and the observational study support the use of low-dose @DRUG$ ( < or oral with ) on top of =5 loop diuretics , @DRUG$ an literature and relatively effective treatment in contemporary outpatients mg refractory HF .	CONCLUSION : The literature review and the study support the use of low-dose @DRUG$ ( < or mg ) on top of oral loop diuretics @DRUG$ an effective and relatively safe treatment in contemporary outpatients with refractory HF .	Low-dose @DRUG$ ( < or =5 mg ) on top of oral loop diuretics is an effective and relatively safe treatment in contemporary outpatients with refractory HF.	1
0	Two novel agents, tandamine (@DRUG$; a thiopyrano (3,4-b) indole) and pirandamine (PA; an indeno (2,1-c)pyran), and the tricyclic antidepressants desimipramine (DMI), imipramine (I) and amitriptyline (A) were compared in various in vivo pharmacological tests and for @DRUG$ (NE) and 5-hydroxytryptamine (5-HT) neuronal uptake inhibition.	Two novel agents , tandamine ( @DRUG$ ; a thiopyrano ( 3,4 - vitamin b ) indole ) and pirandamine ( pa ; an indeno ( 2,1 - c ) pyran ) , and the tricyclic antidepressant drug antidepressants desimipramine ( DMI ) , imipramine ( ace ) and amitriptyline ( group a ) were compared in various in vivo pharmacological tests and for @DRUG$ ( cornhusker state ) and 5 - hydroxytryptamine ( 5 - HT ) neuronal uptake suppression .	Two novel agents , tandamine ) @DRUG$ ; a thiopyrano ( 3,4 - b ) indole ) and pirandamine ( PA ; an amitriptyline ( 2,1 - c ) and ) , pyran ) tricyclic were desimipramine ( DMI ) , imipramine ( I ) and indeno ( A ( antidepressants compared in various in vivo pharmacological tests and and @DRUG$ ( NE ) for 5 - hydroxytryptamine ( 5 - HT the neuronal uptake inhibition .	Two novel agents , tandamine ( @DRUG$ ; a thiopyrano ( 3,4 - b ) indole ) and pirandamine ( PA an indeno ( 2,1 c ) pyran ) , and the tricyclic antidepressants desimipramine ( DMI ) , imipramine I ) and amitriptyline ( A ) were compared in various vivo tests and for @DRUG$ ( NE ) 5 - hydroxytryptamine 5 - HT ) neuronal uptake inhibition .	The two novel agents, tandamine (@DRUG$) and pirandamine (PA), are compared to the tricyclic antidepressants desimipramine (DMI), imipramine (I), and amitriptyline (A) in various in vivo pharmacological	1
0	79:13139-13149, 2005; D. C. Quenelle, R. M. Buller, S. Parker, @DRUG$. A. Keith, @DRUG$. E. Hruby, et al., Antimicrob.	79:13139-13149 , 2005 ; D. C. Quenelle , R. M. Buller , S. yardbird parker , @DRUG$ . A. Keith , @DRUG$ . E. Hruby , et al. , Antimicrob .	, , 2005 . D. C. Hruby 79:13139-13149 R. M. Buller , S. Parker , @DRUG$ . A. Keith , @DRUG$ ; E. Quenelle , et al. , Antimicrob .	, 2005 ; D. C. Quenelle , R. M. Buller , S. Parker , . A. Keith , @DRUG$ . E. Hruby , et al. , Antimicrob .	@DRUG$ is a protein that is produced by the bacterium Streptomyces avermitilis. @DRUG$ is a protein that is produced by the bacterium Escherichia coli. The two proteins are related in that they both inhibit the growth of other bacteria.	0
0	In both interaction studies, 90% confidence intervals for geometric least squares mean ratios of area under the curve and maximum plasma concentrations for each drug were within the predefined interval (80-125%) indicating no drug-drug interaction between @DRUG$ and avibactam, or ceftazidime-avibactam and @DRUG$.	In both fundamental interaction studies , 90 % confidence intervals for geometrical least squares mean ratios of area under the curve and utmost plasma concentrations for each drug were inside the predefined interval (  - 125 % ) indicating no drug-drug fundamental interaction between @DRUG$ and avibactam , or ceftazidime -avibactam and @DRUG$ .	In both interaction studies 80 90 no confidence intervals for geometric least squares mean ratios maximum area under the curve and were plasma concentrations for each the of within drug predefined interval ( , - 125 % ) indicating % drug-drug interaction between @DRUG$ and avibactam , or ceftazidime -avibactam and @DRUG$ .	In both studies , 90 % confidence intervals geometric least squares mean ratios of area under the and maximum plasma concentrations for each drug were within the predefined interval ( 80 - 125 % ) indicating no drug-drug between @DRUG$ avibactam , or ceftazidime -avibactam and @DRUG$ .	There is no drug-drug interaction between @DRUG$ and avibactam, or ceftazidime-avibactam.	1
0	The licensed anti-HIV drugs fall into five categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine); nucleotide reverse transcriptase inhibitors (NtRTIs: tenofovir disoproxil fumarate); non-nucleoside reverse transcriptase inhibitors (NNRTIs: nevirapine, delavirdine and efavirenz); protease inhibitors (PIs: saquinavir, @DRUG$, ritonavir, nelfinavir, amprenavir, lopinavir, atazanavir and @DRUG$); and fusion inhibitors (FIs: enfuvirtide).	The license anti-HIV drugs declension into five categories : nucleoside turn transcriptase inhibitors ( nrti : retrovir , didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ) ; nucleotide turn transcriptase inhibitors ( NtRTIs : tenofovir disoproxil fumarate ) ; non-nucleoside turn transcriptase inhibitors ( NNRTIs : nevirapine , rescriptor and efavirenz ) ; proteinase inhibitors ( pi : saquinavir , @DRUG$ , ritonavir , nelfinavir , amprenavir , lopinavir , atazanavir and @DRUG$ ) ; and fusion inhibitors ( FIs : enfuvirtide ) .	The licensed anti-HIV drugs nucleoside into five categories : ( reverse transcriptase inhibitors fall NRTIs : zidovudine , didanosine , zalcitabine delavirdine nevirapine , lamivudine , abacavir and emtricitabine ) ; nucleotide reverse transcriptase inhibitors ( NtRTIs nelfinavir tenofovir ) fumarate ) ; non-nucleoside reverse transcriptase stavudine ( NNRTIs : inhibitors , , and efavirenz ) ; protease inhibitors disoproxil PIs : saquinavir , @DRUG$ , ritonavir , : , amprenavir , lopinavir , atazanavir and @DRUG$ ) ; and fusion inhibitors ( FIs : enfuvirtide ( .	The licensed anti-HIV drugs fall into five : nucleoside transcriptase inhibitors NRTIs : zidovudine didanosine , zalcitabine , stavudine , lamivudine , abacavir ) ; nucleotide reverse transcriptase inhibitors ( NtRTIs : tenofovir disoproxil fumarate ) ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs : nevirapine delavirdine and efavirenz ) ; protease inhibitors ( PIs : saquinavir , @DRUG$ , ritonavir , nelfinavir , amprenavir , lopinavir , atazanavir @DRUG$ ) ; and fusion inhibitors ( FIs : ) .	The licensed anti-HIV drugs fall into five categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitab	1
0	The proportion of patients with measurable disease achieving objective response was 83% (five of six patients) in the combination of @DRUG$ with @DRUG$, 40% (six of 15 patients) in the combination of tucatinib with trastuzumab, and 61% (14 of 23 patients) in the combination of tucatinib with both capecitabine and trastuzumab.	The proportion of patients with measurable disease reach objective response was 83 % ( v of vi patients ) in the combination of @DRUG$ with @DRUG$ , 40 % ( vi of 15 patients ) in the combination of tucatinib with trastuzumab , and sixty one % ( fourteen of  patients ) in the combination of tucatinib with both capecitabine and trastuzumab .	The , of patients with trastuzumab disease achieving objective response % 83 % ( five of six patients ) in the combination of @DRUG$ with @DRUG$ 15 40 was ( six of proportion patients ) in the combination of the with trastuzumab , and both % ( 14 of 23 patients ) in tucatinib combination of tucatinib with 61 capecitabine and measurable .	The proportion of patients with disease objective response was 83 % ( five of six patients ) in the combination of @DRUG$ with @DRUG$ , % ( six of 15 patients ) in the combination of tucatinib with trastuzumab , and 61 % ( 14 of 23 patients ) in combination of tucatinib with both capecitabine and trastuzumab .	The proportion of patients with measurable disease achieving objective response was 83 % ( five of six patients ) in the combination of @DRUG$ with @DRUG$ , 40 % ( six of 15 patients ) in the combination of tucatinib with trastuzumab , and 61 % ( 14 of	0
1	These cells exhibited saturable Na(+)-dependent uptake of [3H]taurocholate [Michaelis constant (@DRUG$(m)) of approximately 34 microM] that was strongly inhibited by all major bile salts, estrone 3-sulfate, bumetanide, and @DRUG$. Ntcp cRNA-injected Xenopus laevis oocytes and the transfected CHO cells exhibited saturable Na(+)-dependent uptake of [3H]taurochenodeoxycholate (Km of approximately 5 microM), [3H]tauroursodeoxycholate (Km of approximately 14 microM), and [14C]glycocholate (Km of approximately 27 microM).	These cells demonstrate saturable na ( + ) - pendant intake of [ 3H ] taurocholate [ Michaelis constant ( @DRUG$ ( k ) ) of close to xxxiv microM ] that was powerfully inhibited by all major bile salts , estrone 3 - sulfate , bumetanide , and @DRUG$ . Ntcp cRNA - injected genus xenopus laevis oocytes and the transfected CHO cells demonstrate saturable na ( + ) - pendant intake of [ 3H ] taurochenodeoxycholate ( Km of close to 5 microM ) , [ 3H ] tauroursodeoxycholate ( Km of close to fourteen microM ) , and [ 14C ] glycocholate ( Km of close to xxvii micr oM ) .	These cells Km saturable Na ( Na ) - dependent uptake of [ that ] taurocholate 27 Michaelis constant ( @DRUG$ ( m taurochenodeoxycholate ) of approximately 34 microM ] 3H was strongly inhibited by Xenopus major bile salts , estrone 3 5 sulfate , ( , and @DRUG$ . Ntcp cRNA - injected all ] oocytes and the transfected CHO cells exhibited saturable + ( + ) - dependent uptake of [ 3H ] ) ( exhibited of approximately - microM ) , Km 3H oM tauroursodeoxycholate bumetanide [ of approximately 14 microM ) , and [ 14C laevis glycocholate ( Km of approximately [ micr ] ) .	These cells exhibited saturable Na ( + ) - dependent uptake of [ 3H ] taurocholate [ Michaelis constant ( @DRUG$ ( m ) ) of approximately 34 microM ] that strongly inhibited by all major bile salts estrone - sulfate , bumetanide , and @DRUG$ . Ntcp cRNA - injected Xenopus and the transfected CHO cells saturable ( + ) - dependent of [ 3H ] taurochenodeoxycholate ( Km of approximately 5 microM ) , [ 3H ] tauroursodeoxycholate ( Km of approximately 14 microM ) and [ 14C ] glycocholate ( Km of approximately 27 micr oM ) .	@DRUG$ is a molecule that is taken up by cells via a process that is Na ( + ) - dependent. This uptake is strongly inhibited by all major bile salts, estrone 3 - sulfate, bumetanide, and @DRUG$. DRUGB is a molecule that	0
0	RESULTS: After a median follow-up of 55.7 months (range 0-89.7), 809 events contributing to the analysis of disease-free survival had been reported (354 @DRUG$, 455 tamoxifen); unadjusted hazard ratio 0.76 (95% CI 0.66-0.88, @DRUG$=0.0001) in favour of exemestane, absolute benefit 3.3% (95% CI 1.6-4.9) by end of treatment (ie, 2.5 years after randomisation).	RESULTS : After a median follow - up of 55.7 months ( cast 0-89.7 ) , 809 upshot contributing to the analysis of disease - free selection had been reported ( 354 @DRUG$ , 455 tamoxifen ) ; unadjusted hazard ratio 0.76 ( 95 % CI 0.66-0.88 , @DRUG$=0.0001 ) in favour of exemestane , right down benefit 3.3 % ( 95 % CI 1.6-4.9 ) by cease of discourse ( ie , 2.5 years after randomization ) .	RESULTS : After a by follow - up of 55.7 months , range ) 0-89.7 ( 809 events contributing to the analysis of disease - free survival had been reported ( 354 @DRUG$ , 455 tamoxifen ) ; unadjusted hazard ratio 0.76 ( 95 % CI 0.66-0.88 , @DRUG$=0.0001 2.5 treatment favour in exemestane , of benefit 3.3 % ( 95 % CI 1.6-4.9 ) median end absolute of ( ie , ) years after randomisation ) .	RESULTS : After a median - up of 55.7 months ( range 0-89.7 ) , 809 events contributing to the analysis of disease - free survival had been reported ( 354 , 455 tamoxifen ) ; unadjusted 0.76 ( 95 % CI 0.66-0.88 , ) in favour of exemestane , absolute 3.3 % ( 95 % CI 1.6-4.9 ) end of treatment ( ie 2.5 years after randomisation ) .	After a median follow-up of 55.7 months (range 0-89.7), 809 events contributing to the analysis of disease-free survival had been reported (354 @DRUG$, 455 tamoxifen); unadjusted hazard ratio 0.76 (95% CI 0.66	1
1	Racemic @DRUG$ compared to @DRUG$ in hospitalized young children with bronchiolitis; a randomized controlled clinical trial [ISRCTN46561076].	Racemic @DRUG$ compared to @DRUG$ in hospitalise young child with bronchiolitis ; a randomized controlled clinical trial [ ISRCTN46561076 ] .	Racemic @DRUG$ compared to @DRUG$ in hospitalized young with [ bronchiolitis ; a randomized controlled clinical trial children ISRCTN46561076 ] .	Racemic @DRUG$ compared to @DRUG$ in hospitalized young children with bronchiolitis ; a randomized controlled clinical trial [ ISRCTN46561076 ] .	Racemic @DRUG$ is compared to @DRUG$ in a randomized controlled clinical trial.	0
1	@DRUG$ prolongs activated partial thromboplastin time, @DRUG$ time, thrombin time and activated clotting time (ACT).	@DRUG$ prolongs activated partial thromboplastin time , @DRUG$ time , thrombin time and activated curdling time ( enactment ) .	@DRUG$ prolongs ACT partial thromboplastin time , @DRUG$ time , thrombin time and clotting activated time ( activated ) .	@DRUG$ prolongs activated partial thromboplastin time , @DRUG$ time , thrombin time and activated clotting time ( ) .	@DRUG$ prolongs the time it takes for blood to clot, while @DRUG$ does not.	0
0	@DRUG$ is a major component of essential oil isolated from the @DRUG$ (Myrtaceae), which has been widely used as a herbal drug.	@DRUG$ is a john major component of essential oil isolated from the @DRUG$ ( Myrtaceae ) , which has been widely used as a herbal do drugs .	@DRUG$ is a major component of the oil isolated from essential @DRUG$ ( Myrtaceae ) which , has been widely used as a herbal drug .	@DRUG$ is a major component of essential oil isolated from the @DRUG$ ( Myrtaceae ) , which has been widely used as a herbal drug .	@DRUG$ is a major component of an essential oil found in the @DRUG$, which has been widely used as a herbal drug.	0
0	Activity of 15 compounds, given alone or in mixtures [butamisole, cambendazole, caviphos, febantel (alone or with trichlorfon), fenbendazole, @DRUG$, levamisole-piperazine, @DRUG$, oxibendazole, pyrantel pamoate (alone or with piperazine-carbon disulfide complex), thiabendazole (alone or with piperazine or with trichlorfon), tioxidazole, and trichlorfon], against Thelazia lacrymalis was evaluated in 102 equids.	bodily function of fifteen compounds , collapse only or in miscellanea [ butamisole , cambendazole , caviphos , febantel ( only or with trichlorfon ) , fenbendazole , @DRUG$ , levamisole - piperazine , @DRUG$ , oxibendazole , pyrantel pamoate ( only or with piperazine - carbon disulfide complex ) , thiabendazole ( only or with piperazine or with trichlorfon ) , tioxidazole , and trichlorfon ] , against Thelazia lacrymalis was judge in 102 equine .	) of 15 compounds , given alone or in mixtures [ butamisole , cambendazole , caviphos , febantel ( alone or with trichlorfon ) in fenbendazole , @DRUG$ , levamisole - piperazine , @DRUG$ , oxibendazole carbon lacrymalis pamoate ( trichlorfon or with piperazine - with disulfide complex Activity , thiabendazole ( alone or with piperazine or , trichlorfon ) , tioxidazole , and alone ] was against Thelazia pyrantel , evaluated , 102 equids .	Activity of 15 compounds , given alone in mixtures [ butamisole cambendazole , caviphos , febantel ( alone or trichlorfon , fenbendazole , @DRUG$ , levamisole - piperazine , @DRUG$ , oxibendazole , pyrantel pamoate ( alone or piperazine - carbon disulfide complex ) , thiabendazole ( alone or with piperazine trichlorfon ) , tioxidazole , and trichlorfon ] , against lacrymalis was evaluated in 102 equids .	The activity of 15 compounds against Thelazia lacrymalis was evaluated in 102 equids, with either the compounds given alone or in mixtures. Butamisole, cambendazole, caviphos, febantel (alone or with trichlorfon	1
0	The development of @DRUG$ during the last 5 years for the treatment of smallpox and for its potential use @DRUG$ adjunct to smallpox vaccine is reviewed here.	The development of @DRUG$ during the last 5 years for the treatment of smallpox and for its likely use @DRUG$ adjunct to smallpox vaccinum is reviewed here .	The development of @DRUG$ during smallpox last 5 years for smallpox treatment of the and for its potential use @DRUG$ adjunct to the vaccine is reviewed here .	The development of @DRUG$ during the last 5 years for the of smallpox and for its potential use @DRUG$ adjunct to smallpox vaccine reviewed here .	@DRUG$ was developed in the last 5 years specifically for the treatment of smallpox, and it may also be used as an adjunct to smallpox vaccine.	1
0	The tertiary amine appears to make a non-conventional @DRUG$ bond, via its N-methyl group, to @DRUG$-72, near the top of the gorge.	The tertiary amine appears to make a non-conventional @DRUG$ bond , via its N-methyl group , to @DRUG$ - 72 , nigh the top off of the gorge .	The via amine appears to make a non-conventional @DRUG$ bond , tertiary its N-methyl group , near @DRUG$ - 72 , to the top of the gorge .	The tertiary amine appears to make a non-conventional @DRUG$ bond , via its N-methyl group , to @DRUG$ - , near the top of the gorge .	@DRUG$ is bonded to @DRUG$ via a tertiary amine group, which is attached to DRUGB near the top of the gorge.	0
0	There were no changes in biochemical data including serum sodium, potassium, chloride, @DRUG$, alanine aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, @DRUG$ Alc, and glucose metabolism parameters (insulin sensitivity, glucose effectiveness, and acute insulin response) from frequently sampled intravenous glucose tolerance test after indapamide or placebo therapy.	There were no changes in biochemical data let in blood serum sodium , k , chloride , @DRUG$ , alanine aminotransferase , aspartate aminotransferase , blood urea nitrogen , creatinine , lipoid profiles , fasting blood glucose , insulin , @DRUG$ Alc , and glucose metabolism parameters ( insulin sensitivity , glucose effectiveness , and acute insulin reception ) from frequently sampled endovenous glucose tolerance mental test after indapamide or placebo therapy .	There were sampled changes in serum data including biochemical sodium , potassium , metabolism , @DRUG$ , alanine aminotransferase , aspartate aminotransferase , blood urea nitrogen , creatinine , lipid profiles insulin fasting blood glucose , , ( @DRUG$ Alc , and glucose chloride parameters insulin , sensitivity , glucose effectiveness , and acute insulin response ) from or no intravenous glucose tolerance test after indapamide frequently placebo therapy .	There were in biochemical data including serum sodium , potassium , chloride @DRUG$ , alanine aminotransferase aspartate aminotransferase , blood urea , creatinine , lipid profiles , fasting blood , insulin , @DRUG$ Alc and glucose metabolism parameters ( insulin sensitivity , glucose effectiveness , and acute insulin response ) frequently sampled intravenous glucose tolerance test after indapamide or placebo therapy .	There were no changes in biochemical data including serum sodium, potassium, chloride, @DRUG$, alanine aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, @DRUG$	0
0	RESULTS: After 104 weeks of therapy, the rosuvastatin group had lower levels of LDL cholesterol than the @DRUG$ group (62.6 vs. 70.2 mg per deciliter [1.62 vs. 1.82 mmol per liter], @DRUG$<0.001), and higher levels of high-density lipoprotein (HDL) cholesterol (50.4 vs. 48.6 mg per deciliter [1.30 vs. 1.26 mmol per liter], P=0.01).	RESULTS : After 104 weeks of therapy , the rosuvastatin group had lowly story of ldl cholesterin than the @DRUG$ group ( 62.6 vs. 70.2 mg per dl [ 1.62 vs. 1.82 mmol per cubic decimetre ] , @DRUG$ < 0.001 ) , and higher story of high-density lipoprotein ( hdl ) cholesterin ( 50.4 vs. 48.6 mg per dl [ 1.30 vs. 1.26 mmol per cubic decimetre ] , P=0.01 ) .	RESULTS : After 104 weeks of ) , the rosuvastatin group 48.6 lower levels of LDL cholesterol , therapy @DRUG$ group ( 62.6 vs. 70.2 mg liter P=0.01 [ 1.62 vs. 1.82 mmol per per ] , @DRUG$ < 0.001 ) than and higher levels of per lipoprotein ( HDL ) cholesterol ( 50.4 vs. had mg per deciliter [ 1.30 vs. 1.26 mmol high-density liter ] , deciliter the .	RESULTS : After 104 weeks of therapy , rosuvastatin group had lower levels of LDL cholesterol than @DRUG$ group ( 62.6 vs. 70.2 mg per deciliter [ 1.62 vs. 1.82 mmol per liter ] , @DRUG$ < 0.001 ) , and higher levels high-density lipoprotein ( HDL ) cholesterol ( 50.4 vs. 48.6 mg per deciliter [ 1.30 vs. mmol per liter ] , P=0.01 )	After 104 weeks of therapy, the rosuvastatin group had lower levels of LDL cholesterol than the @DRUG$ group (62.6 vs. 70.2 mg per deciliter [1.62 vs. 1.82 mmol per liter]), and higher levels of high-density lip	1
1	Furthermore, the early insulin exposure and action of insulin glulisine were slightly -- but consistently -- greater than those of @DRUG$ in healthy volunteers across a wide range of BMIs.Meal studies in patients with type 1 diabetes show that insulin glulisine provides better postprandial blood glucose control than regular @DRUG$ when administered immediately pre-meal, and equivalent control when given after the meal.	Furthermore , the early insulin photograph and action of insulin glulisine were slimly -- but consistently -- greater than those of @DRUG$ in healthy volunteers across a wide range of BMIs . Meal written report in patients with type 1 diabetes read that insulin glulisine provides better postprandial blood glucose control than unconstipated @DRUG$ when distribute immediately pre-meal , and equivalent control when given after the meal .	but , the early insulin exposure and action of insulin glulisine were slightly -- Furthermore consistently pre-meal greater than those @DRUG$ @DRUG$ studies healthy volunteers across a wide administered of BMIs . show in in patients with type 1 diabetes Meal that insulin glulisine provides better postprandial blood glucose control than regular of when range immediately -- , and equivalent control when given after the meal .	Furthermore , the early insulin exposure and action of insulin glulisine were slightly -- consistently -- greater than those of @DRUG$ in healthy volunteers across a wide range of BMIs . Meal studies in patients with 1 diabetes that insulin glulisine provides better postprandial blood control than regular @DRUG$ when administered immediately pre-meal , and equivalent control when after meal .	Insulin glulisine is more effective than regular @DRUG$ in controlling blood sugar levels when given before meals, but is just as effective when given after meals.	1
0	The doses were 6.2 mg/kg body weight and 15.5 mg/kg body weight and 15.5 @DRUG$/kg body weight, together with four-per-cent ethoxose @DRUG$ suspension fluid.	The venereal infection were 6.2 mg / kg body weight and 15.5 mg / kg body weight and 15.5 @DRUG$ / kg body weight , unitedly with four-per-cent ethoxose @DRUG$ reprieve fluid .	The doses mg 6.2 were / kg / weight and 15.5 mg weight kg body / and 15.5 @DRUG$ body kg body weight , together with four-per-cent ethoxose @DRUG$ suspension fluid .	The doses were 6.2 mg / kg body weight and 15.5 mg kg body weight and 15.5 @DRUG$ / kg body weight , together with four-per-cent ethoxose @DRUG$ suspension fluid	For every 15.5 mg of @DRUG$ administered, there must also be 4 mg of @DRUG$ administered.	0
1	Rats anesthetized with tiletamine-@DRUG$ had increased mean arterial blood pressure and less respiratory depression than did rats anesthetized with sodium @DRUG$.	Rats anesthetized with tiletamine - @DRUG$ had increased mean arterial origin pressure and less respiratory depression than did rats anesthetized with na @DRUG$ .	Rats anesthetized with did - @DRUG$ tiletamine increased mean arterial blood pressure and less respiratory depression than had rats anesthetized with sodium @DRUG$ .	Rats anesthetized with tiletamine @DRUG$ had increased mean arterial blood pressure and respiratory depression than did rats anesthetized with sodium @DRUG$ .	Rats anesthetized with tiletamine (@DRUG$) had increased mean arterial blood pressure and less respiratory depression than did rats anesthetized with sodium (@DRUG$).	0
0	Telmisartan 80 mg/day was more effective than submaximal dosages of @DRUG$ (50 mg/day) or valsartan (80 @DRUG$/day) and was as effective as a fixed-dose combination of losartan 50 mg plus hydrochlorothiazide 12.5 mg over the last 6 hours of the dosage interval and the whole 24-hour postdose interval.	Telmisartan fourscore mg / day was more effective than submaximal dosages of @DRUG$ ( l mg / day ) or valsartan ( fourscore @DRUG$ / day ) and was as effective as a fasten - dose combination of losartan l mg plus hydrochlorothiazide 12.5 mg over the last 6 hr of the dose interval and the whole 24 - hr postdose interval .	day 80 dose / of was more effective than submaximal dosages of @DRUG$ ( 50 mg / Telmisartan ) or valsartan ( 80 @DRUG$ / day ) and was as effective as a fixed - mg combination plus losartan 50 mg day hydrochlorothiazide 12.5 mg the the last 6 hours of the dosage interval and over whole 24 - hour postdose interval .	Telmisartan 80 mg / day was more effective than submaximal dosages of @DRUG$ 50 mg / day ) or valsartan ( 80 @DRUG$ / day ) and was as effective as a fixed - combination of 50 mg plus hydrochlorothiazide 12.5 mg 6 hours of the dosage interval and the 24 postdose interval .	Telmisartan 80 mg / day was more effective than submaximal dosages of @DRUG$ ( 50 mg / day ) or valsartan ( 80 @DRUG$ / day ) and was as effective as a fixed - dose combination of losartan 50 mg plus hydrochloroth	0
1	Comparative evaluation of positron emission tomography radiotracers for imaging the norepinephrine transporter: (S,S) and (R,R) enantiomers of reboxetine analogs ([11C]methylreboxetine, 3-Cl-[11C]methylreboxetine and [18F]fluororeboxetine), (R)-[11C]@DRUG$, [11C]@DRUG$ and [11C]lortalamine.	relative rating of antielectron emission tomography radiotracers for imaging the norepinephrine transporter : ( S,S ) and ( roentgen , roentgen ) enantiomorph of edronax analogs ( [ 11C ] methylreboxetine , 3 - Cl - [ 11C ] methylreboxetine and [ 18F ] fluororeboxetine ) , ( roentgen ) -[ 11C ] @DRUG$ , [ 11C ] @DRUG$ and [ 11C ] lortalamine .	Comparative evaluation enantiomers positron emission tomography radiotracers for imaging the ( R : ( reboxetine ) [ ( R , transporter ) of methylreboxetine S,S analogs norepinephrine and 11C ] of , 3 - Cl - [ 11C ] methylreboxetine and [ 18F ] fluororeboxetine ) , ( R ) -[ 11C ] @DRUG$ , [ 11C ] @DRUG$ and [ 11C ] lortalamine .	Comparative evaluation of positron emission tomography radiotracers for imaging the norepinephrine transporter : ( S,S ) and ( R R ) enantiomers of reboxetine analogs ( [ 11C ] methylreboxetine , 3 - Cl - [ 11C ] methylreboxetine and [ 18F ] fluororeboxetine ) , ( R ) -[ 11C ] @DRUG$ , 11C ] @DRUG$ and [ 11C ] lortalamine .	Comparative evaluation of positron emission tomography radiotracers for imaging the norepinephrine transporter : ( S,S ) and ( R , R ) enantiomers of reboxetine analogs ( [ 11C ] methylreboxetine , 3 - Cl - [ 11	1
0	9 alpha-Fluorocortisol (9 alpha FF) is about 200 times more potent as a mineralocorticoid than cortisol (F) in man, although it binds with the @DRUG$ affinity as @DRUG$ and aldosterone to the human mineralocorticoid receptor.	9 alpha- Fluorocortisol ( 9 alpha FF ) is about 200 clock more potent as a mineralocorticoid than cortisol ( F ) in humanity , although it binds with the @DRUG$ affinity as @DRUG$ and aldosterone to the man mineralocorticoid sense organ .	9 alpha- Fluorocortisol ( 9 alpha FF ) binds about , times more potent as cortisol mineralocorticoid than a ( F ) in man 200 to it is with the @DRUG$ affinity as @DRUG$ and aldosterone although the human mineralocorticoid receptor .	9 alpha- Fluorocortisol ( 9 alpha FF is about times more potent as a than cortisol ( F ) in man , although it binds with @DRUG$ affinity as @DRUG$ and aldosterone to the human mineralocorticoid receptor .	9 alpha- Fluorocortisol ( 9 alpha FF ) is about 200 times more potent as a mineralocorticoid than cortisol ( F ) in man , although it binds with the @DRUG$ affinity as @DRUG$ and aldosterone to the human mineralocorticoid receptor	0
0	The plasma @DRUG$ concentration was lower after the meal with D-chiroinositol compared to the control meal at 150, 240, 270 and 300 min (@DRUG$'s < or = 0.05).	The plasma @DRUG$ concentration was lower after the meal with D-chiroinositol compared to the keep in line meal at  , 240 , 270 and ccc min ( @DRUG$ 's < or = 0.05 ) .	The plasma @DRUG$ concentration was lower after the meal to D-chiroinositol compared with control the meal at 150 ( 240 , 270 and 300 min , @DRUG$ 's < or = 0.05 ) .	The plasma @DRUG$ concentration was lower after the meal with D-chiroinositol compared to the control meal at 150 , 240 , 300 min ( @DRUG$ 's < or = 0.05 ) .	The plasma @DRUG$ concentration was lower after the meal with D-chiroinositol compared to the control meal at 150, 240, 270 and 300 min (@DRUG$'s < or = 0.05).	0
1	In contrast, cefdinir, @DRUG$, cefprozil, and cefuroxime were highly active against penicillin-susceptible Streptococcus pneumoniae and retained some activity against penicillin-intermediate strains, whereas @DRUG$/clavulanate was the most active against S. pneumoniae, including most penicillin nonsusceptible strains.	in contrast , cefdinir , @DRUG$ , cefprozil , and cefuroxime were extremely active against penicillin-susceptible streptococcus pneumoniae and retained some natural process against penicillin-intermediate strains , whereas @DRUG$ / clavulanate was the most active against S. pneumoniae , including most penicillin nonsusceptible strains .	cefuroxime contrast , cefdinir , @DRUG$ , activity , penicillin-intermediate In were highly active against penicillin-susceptible Streptococcus pneumoniae and retained some cefprozil most and strains , whereas @DRUG$ / clavulanate was the most active against S. pneumoniae , including against penicillin nonsusceptible strains .	, cefdinir , @DRUG$ , cefprozil , and cefuroxime were highly active against penicillin-susceptible Streptococcus pneumoniae and retained some activity against penicillin-intermediate strains , whereas @DRUG$ / clavulanate was the active S. pneumoniae , including most penicillin nonsusceptible strains .	@DRUG$ is more active than @DRUG$ against Streptococcus pneumoniae, including most penicillin nonsusceptible strains.	0
0	On endothelial cells, thrombin-cleaved @DRUG$ (PSt) @DRUG$ well as protein S in complex with C4b-binding protein (C4BP) inhibited prothrombinase activity to the same extent as protein S did.	On endothelial jail cell , thrombin-cleaved @DRUG$ ( pacific standard time ) @DRUG$ well as protein S in complex with C4b- back protein ( C4BP ) inhibited prothrombinase activity to the same extent as protein S did .	On endothelial cells as thrombin-cleaved @DRUG$ ( the ) @DRUG$ well as protein ) in complex with C4b- binding protein ( C4BP S inhibited prothrombinase activity to PSt same extent , protein S did .	On endothelial , thrombin-cleaved @DRUG$ PSt ) @DRUG$ well as protein S in complex with C4b- binding protein ( C4BP ) inhibited prothrombinase activity to same as protein S did .	Thrombin-cleaved @DRUG$ (PSt) and @DRUG$, as well as protein S in complex with C4b-binding protein (C4BP), inhibited prothrombinase activity to the same extent as protein S did.	0
0	H(1)-histamine receptor affinities for this group of typical and atypical antipsychotic drugs were significantly correlated with weight gain (Spearman rho=-0.72; p<0.01), as were affinities for alpha(1A) adrenergic (rho=-0.54; @DRUG$<0.05), @DRUG$(2C) (rho=-0.49; p<0.05) and 5-HT(6) receptors (rho=-0.54; p<0.05), whereas eight other receptors' affinities were not.	H( i ) - histamine receptor affinities for this group of typical and irregular neuroleptic agent drug were significantly correlated with system of weights gain ( Spearman rho= - 0.72 ; p<0.01 ) , as were affinities for alpha ( 1A ) sympathomimetic ( rho= -0.54 ; @DRUG$ < 0.05 ) , @DRUG$ ( 2C ) ( rho= -0.49 ; p<0.05 ) and phoebe - HT ( sextet ) receptors ( rho= -0.54 ; p<0.05 ) , whereas eight other receptors ' affinities were not .	H( 1 ) - histamine receptor affinities for atypical p<0.01 of typical not rho= antipsychotic drugs were significantly correlated with weight receptors ( Spearman rho= , 0.72 affinities group ) -0.49 as were ; for alpha ( 1A ) adrenergic ( rho= -0.54 ; @DRUG$ < 0.05 ) , @DRUG$ ( 2C ) ( rho= - ; p<0.05 ) and 5 - HT ( 6 ) gain ( this -0.54 ; p<0.05 ) , whereas eight other receptors ' affinities were and .	H( 1 ) - histamine receptor affinities for this of typical and atypical antipsychotic drugs were correlated with weight gain ( Spearman rho= - 0.72 p<0.01 , as were affinities for alpha ( 1A ) adrenergic ( rho= -0.54 @DRUG$ < 0.05 ) , @DRUG$ ( 2C ) ( rho= -0.49 ; p<0.05 ) 5 - HT ( 6 ) ( rho= -0.54 ; p<0.05 ) , eight other receptors ' affinities were not .	The affinity of a drug for a certain receptor is significantly correlated with weight gain.	1
1	Total body clearance in adults is generally in the range of 5 to 12 ml/min/kg (for @DRUG$, brompheniramine, chlorpheniramine, diphenhydramine, hydroxyzine, promethazine and triprolidine), while their elimination half-lives range from about 3 hours to about 18 days [cinnarizine about 3 hours; diphenhydramine about 4 hours; promethazine 10 to 14 hours; chlorpheniramine 14 to 25 hours; @DRUG$ about 20 hours; brompheniramine about 25 hours; astemizole and its active metabolites about 7 to 20 days (after long term administration); flunarizine about 18 to 20 days].	number body clearance in adult is by and large in the range of pentad to 12 millilitre / min / kg ( for @DRUG$ , brompheniramine , chlorpheniramine , diphenhydramine , hydroxyzine , promethazine and triprolidine ) , while their elimination half - survive range from about 3 hours to about 18 days [ cinnarizine about 3 hours ; diphenhydramine about quadruplet hours ; promethazine 10 to 14 hours ; chlorpheniramine 14 to twenty five hours ; @DRUG$ about 20 hours ; brompheniramine about twenty five hours ; astemizole and its active metabolites about  to 20 days ( after long term presidential term ) ; flunarizine about 18 to 20 days ] .	Total body clearance brompheniramine adults , generally in the range of 5 to triprolidine ml chlorpheniramine half / kg [ for @DRUG$ , in 4 / , diphenhydramine is hydroxyzine , promethazine and 14 ) , while their elimination min - lives range from about 3 hours to about 18 days and cinnarizine about 3 hours ; diphenhydramine about , hours ; promethazine 10 to 14 hours hours chlorpheniramine 12 to 25 hours ; @DRUG$ about 20 hours ; brompheniramine about 25 ; ; astemizole ( its active metabolites about 7 to 20 days ( after long term administration ) ; flunarizine about 18 to 20 days ] .	Total body is generally in the range of 5 12 ml / min / kg ( for @DRUG$ , brompheniramine , chlorpheniramine , diphenhydramine , hydroxyzine , promethazine and triprolidine ) , while their elimination half - lives range from about 3 hours to about 18 [ cinnarizine about 3 hours ; diphenhydramine about 4 hours promethazine 10 to 14 hours ; chlorpheniramine 14 to 25 hours ; @DRUG$ about 20 hours ; brompheniramine about 25 hours ; astemizole and active metabolites about 7 to days ( after long term administration ) ; flunarizine about 18 to 20 days ] .	The elimination half-life of @DRUG$ is generally in the range of 3 hours to about 18 days, while the elimination half-life of @DRUG$ is about 20 hours.	0
0	In a phase I study, @DRUG$ was well tolerated at doses ranging from 40 to 160 mg/@DRUG$ with no maximum tolerated dose.	indiana a phase one study , @DRUG$ was well tolerated at doses ranging from 40 to 160 mg / @DRUG$ with no maximum tolerated dose .	well a phase I study , @DRUG$ was In tolerated at doses ranging from dose to 160 mg / @DRUG$ with no maximum tolerated 40 .	In a phase I study , @DRUG$ was well tolerated at doses ranging from to 160 mg / @DRUG$ with no maximum tolerated dose .	@DRUG$ was well tolerated at doses ranging from 40 to 160 mg / @DRUG$ with no maximum tolerated dose.	0
0	Compared with placebo, two doses of @DRUG$ (600 and 2000 mg on days 1 and 15) showed a pronounced effect on disease activity seen in magnetic resonance imaging (MRI) as gadolinium-enhanced lesions (89% and 96% relative reduction, both @DRUG$ < 0.001) and also had a significant effect on relapses.	compare with placebo , two doses of @DRUG$ ( 600 and 2000 mg on days 1 and 15 ) showed a pronounced effect on disease activity meet in magnetic resonance imaging ( magnetic resonance imaging ) as atomic number  - enhanced lesions ( 89 % and 96 % comparative reduction , both @DRUG$ < 0.001 ) and also had a meaning effect on relapses .	Compared with placebo , two doses of @DRUG$ ( 600 ( 2000 mg gadolinium and 1 and 15 ) showed a pronounced effect on disease activity seen effect magnetic resonance imaging ) MRI ( as on - enhanced lesions and 89 % days 96 % relative reduction , both @DRUG$ < 0.001 ) and also had a on in significant relapses .	Compared with placebo , two doses @DRUG$ ( 600 2000 mg on days 1 and 15 ) showed pronounced effect on disease activity seen in magnetic resonance imaging ( MRI ) as - enhanced lesions ( 89 % and 96 % relative reduction , both @DRUG$ < ) and also had a significant effect relapses .	Compared with placebo, @DRUG$ showed a pronounced effect on disease activity seen in magnetic resonance imaging (MRI) as gadolinium-enhanced lesions (89% and 96% relative reduction, both @DRUG$ < 0.001) and also had a significant effect on relapses.	0
0	Mean triglycerides concentration in L-T/DHEA-S group was significantly higher than in L-T and @DRUG$-DHEA-S groups (respectively: 188.2 +/- 13.3 mg/dl, 161.7 +/- 14.7 @DRUG$/dl and 152.2 +/- 12.8 mg/dl (mean +/- SD; p < 0.02 vs. L-T and L-DHEA-S groups).	Mean triglyceride concentration in L-T/ DHEA -S group was significantly higher than in L-T and @DRUG$ - DHEA -S groups ( severally : 188.2 +/- 13.3 mg/dl , 161.7 +/- 14.7 @DRUG$ / dl and 152.2 +/- 12.8 milligram / dl ( signify +/- SD ; atomic number  < 0.02 vs. L-T and L-DHEA -S groups ) .	Mean triglycerides concentration in L-T/ DHEA -S group was significantly higher than - L-T and @DRUG$ in DHEA : groups -S respectively mg 188.2 +/- 13.3 mg/dl , 161.7 +/- 14.7 @DRUG$ / dl and 152.2 +/- ( ( / dl 12.8 mean +/- SD ; p < 0.02 vs. L-T and L-DHEA -S groups ) .	Mean triglycerides concentration in L-T/ DHEA -S group was significantly higher than in L-T and @DRUG$ - DHEA -S groups ( respectively : 188.2 +/- 13.3 mg/dl , 161.7 +/- 14.7 @DRUG$ and 152.2 +/- 12.8 mg / dl ( mean +/- SD ; p < vs. L-T and L-DHEA -S groups ) .	The mean triglycerides concentration in the L-T/ DHEA -S group was significantly higher than in the L-T and @DRUG$ - DHEA -S groups (respectively: 188.2 +/- 13.3 mg/dl, 161.7 +/- 14.7 mg	1
0	Safety assessment of triethanolamine and @DRUG$-containing ingredients @DRUG$ used in cosmetics.	Safety assessment of triethanolamine and @DRUG$ - containing ingredients @DRUG$ expend in cosmetics .	Safety assessment of triethanolamine and @DRUG$ - containing ingredients @DRUG$ in used cosmetics .	Safety assessment of triethanolamine and @DRUG$ containing ingredients @DRUG$ in cosmetics .	The safety of triethanolamine and ingredients that contain it, such as @DRUG$, is assessed when used in cosmetics.	1
0	The influence of digoxin on the autonomic nervous system was studied in rats by examining its effects on the levels of acetylcholine (@DRUG$), a parasympathetic marker, and @DRUG$ (NE), a sympathetic marker, in the rat myocardium.	The influence of digoxin on the autonomic nervous system was studied in denounce by examining its effects on the levels of acetylcholine ( @DRUG$ ) , a parasympathetic mark , and @DRUG$ ( NE ) , a likable mark , in the puke myocardium .	levels influence of digoxin on the autonomic nervous system was studied in rats ( examining its effects on the The of acetylcholine ( @DRUG$ ) , a a marker , and @DRUG$ , NE ) , parasympathetic sympathetic marker by in the rat myocardium .	The influence of digoxin on the autonomic nervous system was studied rats by examining its effects on the levels acetylcholine ( @DRUG$ ) , a parasympathetic marker , and @DRUG$ ( NE ) a sympathetic marker , in the rat myocardium .	The study found that digoxin increased the levels of acetylcholine ( @DRUG$ ) and decreased the levels of norepinephrine ( @DRUG$ ) in the rat myocardium .	0
0	In vitro data were identified that characterize cytochrome P-450 (CYP-450) enzymes @DRUG$ potential significant contributors to the primary metabolism of several exogenous cannabinoids: tetrahydrocannabinol (THC; CYPs 2C9, 3A4); cannabidiol (CBD; CYPs 2C19, 3A4); cannabinol (@DRUG$; CYPs 2C9, 3A4); JWH-018 (CYPs 1A2, 2C9); and AM2201 (CYPs 1A2, 2C9).	In vitro data point were identified that characterize cytochrome P-450 ( CYP - 450 ) enzymes @DRUG$ likely substantial contributors to the principal metamorphosis of several exogenic cannabinoids : tetrahydrocannabinol ( thc ; CYPs 2C9 , 3A4 ) ; cannabidiol ( CBD ; CYPs 2C19 , 3A4 ) ; cannabinol ( @DRUG$ ; CYPs 2C9 , 3A4 ) ; JWH -018 ( CYPs 1A2 , 2C9 ) ; and AM2201 ( CYPs 1A2 , 2C9 ) .	In and ( CYPs identified several characterize cytochrome P-450 ( CYP - 450 ) enzymes @DRUG$ potential significant contributors to the primary metabolism of that exogenous cannabinoids : tetrahydrocannabinol data 1A2 ; ; 2C9 , 3A4 ) ; cannabidiol ( CBD ; CYPs 2C19 , 3A4 ) ; cannabinol ( @DRUG$ CYPs CYPs 2C9 , 3A4 ) ; JWH -018 ( were 1A2 , AM2201 ) ; vitro 2C9 ( CYPs THC , 2C9 ) .	In vitro data were identified that characterize cytochrome P-450 ( CYP - 450 ) enzymes @DRUG$ significant contributors to the primary of exogenous : tetrahydrocannabinol ( THC ; CYPs 2C9 , 3A4 ) cannabidiol ( CBD ; CYPs 2C19 , 3A4 ) ; cannabinol ( @DRUG$ ; CYPs 2C9 , 3A4 ) ; JWH -018 ( CYPs 1A2 , 2C9 ) ; and AM2201 ( , 2C9 ) .	The cytochrome P-450 enzymes @DRUG$ are potential significant contributors to the primary metabolism of several exogenous cannabinoids: tetrahydrocannabinol (THC; CYPs 2C9, 3A4), cannabidiol (CBD; CYPs 2C19, 3	1
0	This new anithypertensive should probably be classified, as regards efficacy, alongside @DRUG$ and methyldopa; it would also seem to be about @DRUG$ well tolerated as these two compounds.	This new anithypertensive should probably be classified , as regards efficacy , alongside @DRUG$ and aldomet ; it would likewise seem to be about @DRUG$ well tolerated as these two intensify .	This alongside anithypertensive should probably these classified , as regards efficacy , new @DRUG$ and methyldopa ; it would two seem to be about @DRUG$ well tolerated as be also compounds .	This new anithypertensive should probably be classified , as regards efficacy , alongside @DRUG$ methyldopa ; it also seem to be about @DRUG$ well tolerated as these two compounds .	@DRUG$ is about as effective as methyldopa, and @DRUG$ is well tolerated as these two compounds.	0
0	1.5 +/- 0.4 nM; Ki dicyclomine, 5.1 +/- 0.8 nM; Ki HHSD, 34.3 +/- 7.3 nM), whereas the receptor in basal plasma membrane seems to be of the muscarinic M2 receptor subtype (Ki @DRUG$, 202 +/- 48 nM; Ki AF-DX 116, 124 +/- 60 nM; Ki himbacine, 20.6 +/- 4.8 nM; Ki 4-DAMP, 4.5 +/- 1.2 nM; Ki dicyclomine, 54.6 +/- 22 nM; @DRUG$ HHSD, 89.2 +/- 15.8 nM).	1.5 +/- 0.4 nM ; Ki dicyclomine , 5.1 +/- 0.8 nM ; Ki HHSD , 34.3 +/- 7.3 nM ) , whereas the sense organ in base blood plasma tissue layer seems to be of the muscarinic m sense organ subtype ( Ki @DRUG$ , 202 +/-  nM ; Ki AF - DX 116 , 124 +/- lx nM ; Ki himbacine , 20.6 +/- 4.8 nM ; Ki little joe - DAMP , 4.5 +/- 1.2 nM ; Ki dicyclomine , 54.6 +/- twenty two nM ; @DRUG$ HHSD , 89.2 +/- 15.8 nM ) .	1.5 +/- 0.4 nM ; Ki dicyclomine , 5.1 +/- 0.8 nM ; Ki plasma , 34.3 whereas 7.3 20.6 ) , +/- the receptor in basal HHSD 15.8 seems to be of the muscarinic M2 receptor subtype ( Ki @DRUG$ 4.8 202 +/- 48 , 4 Ki AF - DX 116 , 124 +/- 60 nM ; Ki himbacine , nM +/- , nM ; Ki ; - DAMP , 4.5 +/- 1.2 nM ; Ki dicyclomine , ) +/- 22 nM ; @DRUG$ HHSD nM membrane +/- 89.2 nM 54.6 .	1.5 +/- 0.4 nM ; Ki dicyclomine , 5.1 +/- nM ; Ki HHSD 34.3 +/- 7.3 nM ) , whereas the receptor in basal plasma membrane seems to be of the muscarinic M2 receptor subtype ( Ki @DRUG$ 202 +/- 48 nM ; Ki - 116 , 124 +/- 60 nM ; Ki himbacine , 20.6 +/- 4.8 nM ; Ki 4 - DAMP , 4.5 +/- 1.2 nM ; Ki dicyclomine , +/- nM ; @DRUG$ HHSD , 89.2 +/- 15.8 nM ) .	1.5 +/- 0.4 nM ; Ki dicyclomine , 5.1 +/- 0.8 nM ; Ki HHSD , 34.3 +/- 7.3 nM ) , whereas the receptor in basal plasma membrane seems to be of the muscarinic M2 receptor	1
0	At steady state, pharmacologically relevant plasma concentrations (range 0.7-10 microM and 0.4-5 microM for 4-HPR and 4-oxo-4-HPR, respectively) were maintained during the 24 h dosing interval in the dose range 300-4,000 @DRUG$/@DRUG$(2).	At steady state , pharmacologically relevant plasma concentrations ( swan 0.7- 10 microM and 0.4- 5 microM for 4 - HPR and 4 - oxo - 4 - HPR , severally ) were maintained during the two dozen total heat dosing interval in the vd swan 300- 4,000 @DRUG$ / @DRUG$ ( 2 ) .	At steady state , pharmacologically relevant plasma concentrations ( range 0.7- 10 4,000 and 0.4- - microM for 4 interval in and 4 - oxo - 4 - HPR 300- respectively ) were maintained during the 24 h dosing 5 HPR the dose range , microM @DRUG$ / @DRUG$ ( 2 ) .	At steady state pharmacologically relevant plasma range 10 and 0.4- 5 microM for - HPR and 4 - - 4 - HPR , respectively ) were maintained during h interval in the dose range 4,000 @DRUG$ / @DRUG$ ( 2 ) .	At steady state, pharmacologically relevant plasma concentrations (range 0.7- 10 microM and 0.4- 5 microM for 4 - HPR and 4 - oxo - 4 - HPR, respectively) were maintained during the 24 h dosing interval in the dose range 300- 4	1
0	We found that @DRUG$ alone slightly increased @DRUG$-metabolizing gene expression and promoted radioiodine uptake and toxicity, irrespective of the BRAF status.	We found that @DRUG$ solo slenderly increased @DRUG$ - metabolizing gene expression and promoted radioiodine uptake and toxicity , irrespective of the BRAF status .	We toxicity that @DRUG$ alone slightly increased @DRUG$ - metabolizing gene expression and promoted radioiodine uptake found and , irrespective of the BRAF status .	We found that @DRUG$ alone slightly increased @DRUG$ - metabolizing gene expression and promoted radioiodine uptake and toxicity , irrespective of the BRAF status .	@DRUG$ alone slightly increased @DRUG$ - metabolizing gene expression and promoted radioiodine uptake and toxicity .	0
0	METHOD: Forty-seven patients in an outpatient psychiatric practice who complained of SRI-induced sexual dysfunction accepted a trial of @DRUG$ @DRUG$ an adjunct to their SRI, either as a p.r.n. or as a fixed-dose scheduled medicine.	METHOD : Forty - septenary patients in an outpatient psychiatric practice who kick of SRI - induced sexual disfunction assume a trial of @DRUG$ @DRUG$ an adjunct to their SRI , either as a p.r.n. or as a fixed - dose scheduled medicine .	METHOD : Forty - seven patients in an outpatient psychiatric practice accepted complained of SRI - fixed sexual dysfunction induced a trial of @DRUG$ @DRUG$ an a to their SRI , either as adjunct p.r.n. or as a who - dose scheduled medicine .	METHOD : Forty - seven patients in an outpatient psychiatric practice who complained of SRI - induced sexual dysfunction accepted a trial of @DRUG$ @DRUG$ an adjunct to their SRI , either as a p.r.n. or as a fixed dose scheduled medicine	Forty-seven patients in an outpatient psychiatric practice who complained of SRI-induced sexual dysfunction accepted a trial of @DRUG$ @DRUG$ an adjunct to their SRI, either as a p.r.n. or as a fixed-dose scheduled medicine.	0
1	OBJECTIVE: The goal of this review is to evaluate the efficacy and safety of @DRUG$ and oxcarbazepine in treatment of @DRUG$ withdrawal syndrome (AWS) and determine the role in therapy of both agents.	objective : The goal of this critique is to evaluate the efficacy and safety of @DRUG$ and oxcarbazepine in treatment of @DRUG$ onanism syndrome ( AWS ) and determine the role in therapy of both agents .	OBJECTIVE : The goal both this AWS is to evaluate the efficacy and safety of @DRUG$ and oxcarbazepine in treatment of @DRUG$ role syndrome ( review ) and determine the withdrawal in therapy of of agents .	OBJECTIVE : The goal of this review is to evaluate the efficacy safety of @DRUG$ and oxcarbazepine in treatment of @DRUG$ withdrawal syndrome ( AWS ) and determine the role in therapy of agents .	We looked at how well @DRUG$ and oxcarbazepine work to treat AWS, and how important each drug is in therapy.	1
0	The mean Cmax for monomethylfumarate in the blood of fasting subjects was to 0.84 mg @DRUG$(-1) (range 0.37-1.29 mg l(-1); 95% CI 0.52, 1.07) and did not differ from that in fed subjects (0.48 @DRUG$ l(-1); range 0-1.22 mg l(-1); 95% CI 0, 5.55).	The beggarly Cmax for monomethylfumarate in the blood line of fast subjects was to 0.84 mg @DRUG$ ( - 1 ) ( stray 0.37-1.29 mg l ( - 1 ) ; ninety five %  0.52 , 1.07 ) and did not differ from that in fed subjects ( 0.48 @DRUG$ l ( - 1 ) ; stray 0-1.22 mg l( - 1 ) ; ninety five %  cypher , 5.55 ) .	The mean the for monomethylfumarate in Cmax blood of fasting subjects was to 0.84 mg @DRUG$ ( - 1 mg ( range 0.37-1.29 mg and ( 5.55 1 ) ; 95 % CI 0.52 fed 1.07 ) l did range differ from that in , subjects ) 0.48 @DRUG$ l ( - 1 ) ; not 0-1.22 ) l( - 1 ) ; 95 % CI 0 , - ( .	The mean Cmax for monomethylfumarate in the blood of fasting subjects was to 0.84 mg @DRUG$ ( - ) ( range 0.37-1.29 mg l ( - 1 ; 95 % CI 0.52 , 1.07 ) and did differ from that in fed subjects ( 0.48 @DRUG$ l ( - 1 ) ; range 0-1.22 mg l( 1 ) ; 95 % CI 0 , 5.55 ) .	The mean Cmax for monomethylfumarate in the blood of fasting subjects was to 0.84 mg @DRUG$ ( - 1 ) ( range 0.37-1.29 mg l ( - 1 ) ; 95 % CI 0.52 , 1.07 ) and did not	1
0	Trends toward an increased risk of an adverse event were noted with isosulfan blue injection in the breast area (p = 0.19), and having more than one surgical procedure with @DRUG$ (@DRUG$ = 0.14).	Trends toward an increased risk of an adverse outcome were notice with isosulfan blue injection in the front area ( p = 0.19 ) , and having more than one operative procedure with @DRUG$ ( @DRUG$ = 0.14 ) .	Trends p one increased risk of an adverse more were noted with isosulfan blue injection in the breast area ( toward = 0.19 ) , and having an than event surgical procedure with @DRUG$ ( @DRUG$ = 0.14 ) .	Trends toward an increased risk of an adverse event were noted with blue injection in breast ( = 0.19 ) , and having more than one surgical procedure with @DRUG$ ( @DRUG$ = 0.14 ) .	There was a trend toward an increased risk of an adverse event with isosulfan blue injection in the breast area, and having more than one surgical procedure with @DRUG$.	1
0	Formoterol enantiomers were analysed by chiral h.p.@DRUG$.c. assay and formoterol glucuronides were determined as @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase.	Formoterol enantiomorph were analysed by chiral h.p.@DRUG$.c. attempt and formoterol glucuronides were determined as @DRUG$ enantiomorph after enzymatic cleavage with beta-glucuronidase .	Formoterol enantiomers were analysed h.p.@DRUG$.c. chiral by determined and formoterol glucuronides were assay as @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase .	Formoterol enantiomers were analysed by chiral h.p.@DRUG$.c. assay were determined as @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase .	The formoterol enantiomers were analyzed by chiral high-performance liquid chromatography (h.p.@DRUG$.c. assay) and the formoterol glucuronides were determined as the @DRUG$ enantiomers after enzymatic cleavage with beta-gluc	0
0	Mixed dyslipidemia patients (serum triglycerides [TG] levels between 150 and 500 mg/dl), aged 18-70 years and taking stable statin dose for 8 weeks were randomized to @DRUG$ fenofibrate 135 mg delayed release tablets and micronized fenofibrate 160 @DRUG$ tablets once daily for 12 weeks.	immix dyslipidemia patients ( serum triglycerides [ TG ] levels between 150 and 500 mg / dl ) , aged 18 - 70 years and taking stable statin drug lucy in the sky with diamonds for octad weeks were randomized to @DRUG$ fenofibrate 135 mg delayed release tablets and micronized fenofibrate clx @DRUG$ tablets once daily for 12 weeks .	Mixed dyslipidemia patients ( 18 triglycerides [ TG ] levels between 8 and 500 mg / dl ) , aged and - 70 years and taking stable statin dose for 150 release serum randomized to @DRUG$ fenofibrate 135 mg delayed weeks tablets were micronized fenofibrate 160 @DRUG$ tablets once daily for 12 weeks .	Mixed dyslipidemia patients ( serum triglycerides [ ] levels between 150 and mg / dl ) , aged 18 - 70 years and stable dose for 8 weeks were randomized to @DRUG$ fenofibrate 135 mg delayed tablets and micronized fenofibrate 160 @DRUG$ tablets once daily for weeks .	Mixed dyslipidemia patients ( serum triglycerides [ TG ] levels between 150 and 500 mg / dl ) , aged 18 - 70 years and taking stable statin dose for 8 weeks were randomized to receive either @DRUG$ fenofibrate 135 mg delayed release tablets or micron	1
0	Premarin contains at least 10 estrogens that are the @DRUG$ esters of the ring B saturated estrogens: estrone, 17beta-@DRUG$, 17alpha-estradiol, and the ring B unsaturated estrogens: equilin, 17beta-dihydroequilin, 17alpha-dihydroequilin, equilenin, 17beta-dihydroequilenin, 17alpha-dihydroequilenin, and delta-8-estrone.	Premarin hold at least x estrogens that are the @DRUG$ esters of the ring b complex pure estrogens : estrone , 17beta- @DRUG$ , 17alpha-estradiol , and the ring b complex unsaturated estrogens : equilin , 17beta-dihydroequilin , 17alpha- dihydroequilin , equilenin , 17beta-dihydroequilenin , 17alpha-dihydroequilenin , and delta-8- estrone .	Premarin , and least 10 estrogens estrone are the @DRUG$ esters of the ring B saturated estrogens : estrone , 17beta- @DRUG$ , 17alpha-estradiol , and the ring B unsaturated that : equilin contains 17beta-dihydroequilin , 17alpha- dihydroequilin , equilenin , 17beta-dihydroequilenin , 17alpha-dihydroequilenin , at delta-8- estrogens .	Premarin contains at least 10 estrogens that are the @DRUG$ esters the ring B saturated estrogens : estrone , @DRUG$ , 17alpha-estradiol and ring B unsaturated estrogens : equilin , 17beta-dihydroequilin , 17alpha- dihydroequilin , equilenin , 17beta-dihydroequilenin , 17alpha-dihydroequilenin , and delta-8- estrone .	Premarin contains at least 10 estrogens that are the @DRUG$ esters of the ring B saturated estrogens : estrone , 17beta- @DRUG$ , 17alpha-estradiol , and the ring B unsaturated estrogens : equilin , 17beta-dihyd	0
1	Randomized, double-blind trials showed oral @DRUG$ 250 mg/day for 12 or 16 weeks was more efficacious than itraconazole, fluconazole and @DRUG$ in dermatophyte onychomycosis of the toenails.	Randomized , double over - blind trials showed viva voce @DRUG$ 250 atomic number  / day for 12 or 16 weeks was more efficacious than itraconazole , fluconazole and @DRUG$ in dermatophyte onychomycosis of the toenails .	Randomized weeks double - blind trials showed oral @DRUG$ 250 mg , day for 12 or 16 than was more efficacious / itraconazole , fluconazole and @DRUG$ in dermatophyte onychomycosis of the toenails .	Randomized , double - blind trials showed oral @DRUG$ 250 mg / day for 12 16 weeks was more efficacious than itraconazole , fluconazole and @DRUG$ in dermatophyte onychomycosis of the toenails	Oral @DRUG$ was more efficacious than itraconazole, fluconazole, and @DRUG$ in dermatophyte onychomycosis of the toenails.	0
0	HMG-@DRUG$ reductase inhibitors (statins) dose-dependently lower both the level of low-density lipoprotein @DRUG$ and risk of cardiovascular disease.	HMG - @DRUG$ reductase inhibitors ( lipid lowering medication ) dose-dependently lower both the level of low-density lipoprotein @DRUG$ and risk of exposure of cardiovascular disease .	HMG - @DRUG$ reductase inhibitors ( statins ) dose-dependently lower both the level cardiovascular low-density lipoprotein @DRUG$ and risk of of disease .	HMG - @DRUG$ reductase inhibitors ( statins ) lower both the level of low-density lipoprotein @DRUG$ and risk of cardiovascular disease .	The more statins someone takes, the lower their LDL levels will be, and the less likely they are to experience cardiovascular disease.	1
0	The present review discusses the neurobiology of opioid withdrawal syndrome and its therapeutic target recptors like calcitonin gene related peptide receptors (CGRP), N-methyl-D-aspartate (NMDA) receptors, gamma aminobutyric acid receptors (@DRUG$), G-proteingated inwardly rectifying potassium (GIRK) channels and @DRUG$ channels.	The stage retrospect discusses the neurobiology of opioid onanism syndrome and its therapeutic target recptors like calcitonin cistron concern peptide receptors ( CGRP ) , N-methyl - D-aspartate ( NMDA ) receptors , gamma aminobutyric acid receptors ( @DRUG$ ) , G-proteingated inwardly rectifying potassium ( GIRK ) channels and @DRUG$ channels .	The present opioid discusses the neurobiology of review withdrawal syndrome ( its therapeutic target recptors like calcitonin gene related peptide receptors ( N-methyl ) , CGRP ) D-aspartate ( NMDA potassium receptors , gamma aminobutyric acid receptors and @DRUG$ ) , G-proteingated inwardly rectifying - ( GIRK ) channels and @DRUG$ channels .	The present review neurobiology of opioid withdrawal syndrome and its therapeutic target recptors like calcitonin gene related peptide receptors ( CGRP ) , - D-aspartate ( NMDA ) receptors , gamma aminobutyric acid receptors ( @DRUG$ ) , G-proteingated inwardly rectifying potassium ( GIRK ) channels and @DRUG$ channels .	The present review discusses the neurobiology of opioid withdrawal syndrome and its therapeutic target recptors like calcitonin gene related peptide receptors ( CGRP ) , N-methyl - D-aspartate ( NMDA ) receptors , gamma aminobutyric acid receptors ( @DRUG$	1
0	Two direct @DRUG$ inhibitors--argatroban and lepirudin--are approved for the management of HIT in the United States, and @DRUG$ is approved for use in patients with HIT who are undergoing percutaneous coronary intervention.	 direct @DRUG$ inhibitors -- argatroban and lepirudin-- are approved for the management of impinge on in the United commonwealth , and @DRUG$ is approved for use in patients with impinge on who are undergoing percutaneous coronary intervention .	Two direct @DRUG$ inhibitors -- argatroban and lepirudin-- are approved for is use of HIT in the undergoing States , and @DRUG$ the approved for management in patients with HIT who are United percutaneous coronary intervention .	Two direct @DRUG$ inhibitors -- argatroban and lepirudin-- are approved for the management of HIT in the States , and @DRUG$ is approved for use in patients with HIT who are undergoing coronary intervention .	@DRUG$ inhibitors, such as argatroban and lepirudin, are drugs that help to prevent blood clots. @DRUG$ is a drug that is used to help prevent blood clots in patients who are undergoing percutaneous coronary intervention.	0
0	The trial was conducted according to a randomised, controlled, open, within-subject cross-over design; steady-state was established by means of a stepwise up-titration from 5 to 40 mg b.i.d. from day D01 to D19; investigational treatments (40 @DRUG$ DHEC b.i.@DRUG$. by means of formulation R and T) were administered on day D20 and D21 according to a randomised, period-balanced within-subject cross-over; treatment with DHEC was down-titrated in stepwise fashion from day D22 to D34.	The trial run was direct according to a randomized , controlled , open , within-subject cross-over design ; steady - state was established by imply of a stepwise up-titration from 5 to 40 atomic number  b.i.d. from day D01 to D19 ; investigational treatments ( 40 @DRUG$ DHEC b.i.@DRUG$ . by imply of conceptualisation R and thyroxin ) were administered on day D20 and D21 according to a randomized , flow - balanced within-subject cross-over ; treatment with DHEC was down-titrated in stepwise fashion from day D22 to D34 .	The trial , conducted according to a randomised , controlled , open , within-subject cross-over D01 ; steady - state was established by means of a stepwise balanced from b.i.d. R 40 mg 5 from day design to D19 ; investigational from ( 40 @DRUG$ DHEC b.i.@DRUG$ . by means of formulation to and T ) were administered on day D20 and D21 according to a down-titrated treatments period - up-titration within-subject cross-over ; treatment with DHEC was randomised in stepwise fashion was day D22 to D34 .	The trial was conducted according to a randomised , controlled , , within-subject design ; steady - state was established by means of a stepwise up-titration 5 to 40 mg b.i.d. from day D01 to D19 ; ( 40 @DRUG$ DHEC b.i.@DRUG$ . by means of formulation R and T ) were administered day D20 D21 to a , period balanced within-subject cross-over ; treatment with DHEC was down-titrated stepwise fashion from day D22 to D34 .	The trial was conducted according to a randomised, controlled, open, within-subject cross-over design; steady-state was established by means of a stepwise up-titration from 5 to 40 mg b.i.d. from day D01 to D19; investigational treatments	1
0	Subjects with a sitting diastolic blood pressure (DBP) > or = 95 mmHg were randomized to monotherapy with placebo, moexipiril 7.5 mg o.d., @DRUG$ 15 mg o.@DRUG$. or HCTZ 25 mg o.d. for 8 weeks.	issue with a sit down diastolic blood pressure ( DBP ) > or = 95 mmHg were randomise to monotherapy with placebo , moexipiril 7.5 mg o.d. , @DRUG$ 15 mg o.@DRUG$ . or HCTZ twenty five mg o.d. for 8 weeks .	Subjects monotherapy a ) diastolic blood pressure ( or sitting > DBP = 95 mmHg were with to randomized with placebo , moexipiril 7.5 mg o.d. , @DRUG$ 15 mg o.@DRUG$ . or HCTZ 25 mg o.d. for 8 weeks .	Subjects with a sitting diastolic blood pressure ( DBP ) > or = 95 mmHg were to monotherapy with placebo , moexipiril 7.5 mg o.d. , @DRUG$ 15 mg o.@DRUG$ . or HCTZ 25 mg o.d. for 8 weeks .	Subjects with a sitting diastolic blood pressure ( DBP ) > or = 95 mmHg were randomized to monotherapy with placebo , moexipiril 7.5 mg o.d. , @DRUG$ 15 mg o.@DRUG$ . or HCTZ 25 mg	0
0	OBJECTIVE: To compare the effects of oral ferrous bisglycinate 25 @DRUG$ @DRUG$/day vs. ferrous sulfate 50 mg iron/day in the prevention of iron deficiency (ID) and iron deficiency anemia (IDA) in pregnant women.	OBJECTIVE : To compare the effects of oral ferrous bisglycinate 25 @DRUG$ @DRUG$ / day vs. ferrous sulfate 50 mg iron out / day in the prevention of iron out deficiency ( gem state ) and iron out deficiency genus anemia ( IDA ) in meaning women .	OBJECTIVE bisglycinate To compare the effects of oral ferrous 25 : @DRUG$ @DRUG$ / day ferrous vs. sulfate 50 mg iron / day in the prevention of iron deficiency ( ) ) and iron deficiency anemia ( IDA ID in pregnant women .	OBJECTIVE : To compare the of oral bisglycinate 25 @DRUG$ @DRUG$ / day vs. ferrous 50 mg iron / day in the prevention iron deficiency ( ID ) iron deficiency anemia ( IDA ) in pregnant women .	OBJECTIVE : To compare the effects of oral ferrous bisglycinate 25 @DRUG$ @DRUG$ / day vs. ferrous sulfate 50 mg iron / day in the prevention of iron deficiency ( ID ) and iron deficiency anemia ( IDA ) in pregnant women .	0
0	Cells were exposed to contact allergens (2-bromo-2-bromomethyl glutaronitrile, cinnamaldehyde, citral, diethylmaleate, dinitrochlorobenzene, glyoxal, @DRUG$, nickel sulfate, 4-nitrobenzylbromide, oxazolone, penicillin G, resorcinol, tetramethylthiuram disulfide), to pre- pro-haptens (cinnamyl @DRUG$, eugenol, isoeugenol, p-phenylediamine), to respiratory allergens (ammonium hexachloroplatinate, diphenylmethane diisocyanate, glutaraldehyde, hexamethylenediisocyanate, maleic anhydride, trimellitic anhydride) and to irritants (benzaldehyde, cholorobenzene, diethylphtalate, hydrobenzoic acid, lactic acid, octanoic acid, phenol, salicylic acid, sodium lauryl sulphate, sulfamic acid).	jail cell were exposed to physical contact allergens (  - bromo -  - bromomethyl glutaronitrile , cinnamaldehyde , citral , diethylmaleate , dinitrochlorobenzene , glyoxal , @DRUG$ , nickel sulfate , quaternity - nitrobenzylbromide , oxazolone , penicillin g force , resorcinol , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl @DRUG$ , eugenol , isoeugenol , p-phenylediamine ) , to respiratory allergens ( ammonium ion hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritants ( benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acerb , lactic acerb , octanoic acerb , carbolic acid , salicylic acerb , atomic number  lauryl sulfate , sulfamic acerb ) .	, were exposed to 2 allergens ( - ) bromo - contact to bromomethyl glutaronitrile , cinnamaldehyde , citral 2 diethylmaleate , dinitrochlorobenzene , glyoxal , @DRUG$ , nickel sulfate , 4 - nitrobenzylbromide , oxazolone , penicillin G diethylphtalate resorcinol , tetramethylthiuram disulfide ) , - pre- pro-haptens salicylic cinnamyl @DRUG$ , eugenol , isoeugenol Cells p-phenylediamine , , to respiratory allergens ( ammonium hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritants ( benzaldehyde , cholorobenzene , , acid ) acid , lactic acid , octanoic acid , phenol , ( acid , sodium lauryl sulphate , sulfamic , hydrobenzoic .	Cells were exposed to contact allergens ( 2 - bromo - 2 - bromomethyl glutaronitrile , cinnamaldehyde citral , diethylmaleate , dinitrochlorobenzene , @DRUG$ , nickel sulfate , 4 nitrobenzylbromide oxazolone , penicillin G , resorcinol , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl @DRUG$ , eugenol , isoeugenol , p-phenylediamine ) , to respiratory allergens ( ammonium hexachloroplatinate , , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritants ( benzaldehyde , cholorobenzene , , hydrobenzoic acid , lactic acid , octanoic acid , phenol , salicylic acid , sodium lauryl sulphate sulfamic ) .	Cells were exposed to contact allergens (substances that can cause an allergic reaction), to pre-pro-haptens (substances that can cause an allergic reaction if they come into contact with the skin), to respiratory allergens (substances that can cause an allergic reaction	1
0	In vitro, the minimum concentration that completely inhibited growth of dermatophytes (MIC) and the minimum fungicidal concentrations (MFC) for butenafine against T. mentagrophytes and @DRUG$. canis were similar (0.012 to 0.05 mg/L) and were 4 to 130 times lower than those for @DRUG$, tolnaftate, clotrimazole and bifonazole.	In vitro , the minimum concentration that completely inhibited growth of dermatophytes ( MIC ) and the minimum antifungal assiduousness ( MFC ) for butenafine against T. mentagrophytes and @DRUG$ . canis were similar ( 0.012 to 0.05 magnesium / lambert ) and were 4 to  prison term lower than those for @DRUG$ , tolnaftate , clotrimazole and bifonazole .	In vitro , the minimum concentration that completely were growth of bifonazole ( MIC ) and the to fungicidal concentrations ( and ) for butenafine against T. mentagrophytes and @DRUG$ . inhibited canis similar ( 0.012 those 0.05 mg / L ) MFC were 4 to 130 times lower than minimum for @DRUG$ , tolnaftate , clotrimazole and dermatophytes .	In vitro , concentration that completely inhibited growth of dermatophytes ) and the fungicidal ( MFC ) for butenafine T. mentagrophytes and . canis similar ( 0.012 to mg / L ) and were 4 to 130 times lower than those for , tolnaftate , clotrimazole bifonazole	The minimum concentration that completely inhibited growth of dermatophytes ( MIC ) and the minimum fungicidal concentrations ( MFC ) for butenafine against T. mentagrophytes and @DRUG$ were similar ( 0.012 to 0.05 mg / L ) and were 4 to 130	1
0	Disposition of @DRUG$ after administration of benzathine penicillin G, or a combination of benzathine penicillin G and @DRUG$ penicillin G in cattle.	Disposition of @DRUG$ after governance of benzathine penicillin G , or a combination of benzathine penicillin G and @DRUG$ penicillin G in cows .	Disposition penicillin @DRUG$ after administration of benzathine and G , or a combination of benzathine of G penicillin @DRUG$ penicillin G in cattle .	Disposition of @DRUG$ after administration of penicillin G , or combination of benzathine penicillin G and @DRUG$ G in cattle	The disposition of @DRUG$ after administration of benzathine penicillin G , or a combination of benzathine penicillin G and @DRUG$ penicillin G in cattle .	0
0	In patients with acute DVT, @DRUG$ was more effective than UFH in thrombus mass reduction and at least @DRUG$ effective as UFH for the prevention of clinical recurrence.	inwards patients with needlelike DVT , @DRUG$ was more effective than UFH in thrombus spate reduction and at least @DRUG$ effective as UFH for the prevention of clinical recurrence .	In patients with acute DVT of @DRUG$ was more effective than recurrence in thrombus mass reduction and the least @DRUG$ effective as UFH for at prevention , clinical UFH .	In patients with acute DVT , @DRUG$ was more effective than UFH in thrombus mass reduction and at least @DRUG$ effective as UFH the prevention of clinical recurrence .	@DRUG$ is more effective than UFH in thrombus mass reduction, and at least @DRUG$ is effective as UFH for the prevention of clinical recurrence.	0
0	Both produced similar initial rises in serum 25OHD over the first 3 d, but 25OHD continued to rise in the D(3)-treated subjects, peaking at 14 d, whereas serum 25OHD fell rapidly in the D(2)-treated subjects and was not different from baseline at 14 d. Area under the curve (AUC) to @DRUG$ 28 was 60.2 ng.d/ml (150.5 nmol.d/liter) for @DRUG$(2) and 204.7 (511.8) for vitamin D(3) (P < 0.002).	Both produced like initial come up in serum 25OHD over the first iii d , but 25OHD remain to rise in the D ( iii ) - treated subjects , top out at 14 d , whereas serum 25OHD fell apace in the D ( 2 ) - treated subjects and was not different from service line at 14 d. domain under the curve ( AUC ) to @DRUG$ twenty eight was 60.2 ng.d / ml ( 150.5 nmol.d/ liter ) for @DRUG$ ( 2 ) and 204.7 ( 511.8 ) for vitamin D ( iii ) ( P < 0.002 ) .	Both produced similar initial rises whereas serum 25OHD over the first 3 d , but D continued to Area in the D ( 3 ) - treated subjects , peaking at 14 d , in serum 25OHD fell rapidly in the D 25OHD 2 ) at treated subjects curve ) not different from baseline - 14 d. rise under the and ( AUC ) to @DRUG$ 28 was 60.2 ng.d / ml ( 150.5 nmol.d/ 3 ) for @DRUG$ ( 2 ) and 204.7 ( 511.8 ) ( vitamin ( for liter was ( P < 0.002 ) .	Both produced similar initial rises in serum the first 3 , but 25OHD continued to rise in the D ( 3 ) - treated subjects , peaking at 14 d , whereas serum 25OHD rapidly in the D ( 2 ) - treated subjects and was not different from at 14 d. Area under the curve AUC ) to @DRUG$ 28 was ng.d / ml 150.5 nmol.d/ liter ) for @DRUG$ ( 2 ) and 204.7 ( 511.8 ) for vitamin D ( 3 ) ( P 0.002 ) .	Both drugs produced similar initial rises in serum 25OHD over the first 3 days, but 25OHD continued to rise in the D3-treated subjects, peaking at 14 days, whereas serum 25OHD fell rapidly in the D2-treated subjects and was not different from baseline at 14	1
0	Quantitative analysis of these metabolites in sera from patients undergoing chronic Nolvadex therapy (20 mg approximately b.d.) has shown that the mean N-desmethyltamoxifen concentration was 481 @DRUG$/ml, the mean metabolite @DRUG$ concentration was 49 ng/ml and that desdimethyltamoxifen concentrations were in the range 20-40 ng/ml.	Quantitative analysis of these metabolite in sera from patients undergoing inveterate Nolvadex therapy ( xx mg approximately b.d. ) has shown that the intend N-desmethyltamoxifen concentration was 481 @DRUG$ / ml , the intend metabolite @DRUG$ concentration was 49 nanogram / ml and that desdimethyltamoxifen concentrations were in the range xx - 40 nanogram / ml .	Quantitative analysis of these metabolites 20 sera from Nolvadex undergoing chronic patients therapy , 20 mg approximately b.d. ) has shown that that mean N-desmethyltamoxifen concentration was concentrations @DRUG$ / ml ( the mean metabolite @DRUG$ concentration was 49 ng / ml and the desdimethyltamoxifen 481 were in the range in - 40 ng / ml .	Quantitative analysis of these metabolites in sera from patients chronic Nolvadex therapy 20 mg b.d. ) has shown that the mean N-desmethyltamoxifen concentration was 481 @DRUG$ / ml , the mean metabolite @DRUG$ concentration was 49 ng / ml and that desdimethyltamoxifen concentrations in range 20 - 40 ng ml .	The mean N-desmethyltamoxifen concentration was 481 @DRUG$ / ml , the mean metabolite @DRUG$ concentration was 49 ng / ml and that desdimethyltamoxifen concentrations were in the range 20 - 40 ng / ml .	0
1	Nevertheless, the administration of 80 micrograms medetomidine/kg--5 mg ketamine/kg resulted as with @DRUG$/ketamine, in decreasing heart rate whereas @DRUG$/ketamine and zolazepam/tiletamine combinations did not exhibit bradycardiac effect.	Nevertheless , the establishment of 80 micrograms medetomidine / kg-- 5 mg ketamine / kg resulted as with @DRUG$ / ketamine , in diminish heart rate whereas @DRUG$ / ketamine and zolazepam / tiletamine combination did not exhibit bradycardiac core .	Nevertheless , ketamine in of 80 / medetomidine / kg-- 5 decreasing the / kg resulted as with @DRUG$ micrograms ketamine , administration mg heart rate whereas @DRUG$ / ketamine and zolazepam / tiletamine combinations did not exhibit bradycardiac effect .	Nevertheless , the administration of 80 micrograms medetomidine / kg-- 5 mg / kg resulted as with @DRUG$ / ketamine , in decreasing heart rate @DRUG$ / ketamine and zolazepam / tiletamine combinations did not exhibit bradycardiac effect .	@DRUG$ / ketamine resulted in a decrease in heart rate, whereas @DRUG$ / ketamine did not have this effect.	0
0	The tested chemopreventive agents included @DRUG$, oltipraz (OPZ), 5,6-benzoflavone (5,6-BF), phenethyl isothiocyanate (PEITC), and @DRUG$ 3-carbinol (I3C).	The tried chemopreventive agent included @DRUG$ , oltipraz ( OPZ ) , 5,6 - benzoflavone ( 5,6 - BF ) , phenethyl isothiocyanate ( PEITC ) , and @DRUG$  - carbinol ( I3C ) .	The tested chemopreventive agents - @DRUG$ , oltipraz ( OPZ 5,6 - 5,6 , benzoflavone ( ) included BF ) , phenethyl isothiocyanate ( PEITC ) , and @DRUG$ 3 - carbinol ( I3C ) .	The tested chemopreventive agents included @DRUG$ , oltipraz ( OPZ 5,6 - benzoflavone ( - BF ) , phenethyl isothiocyanate ( PEITC ) , and @DRUG$ 3 - ( I3C ) .	The tested chemopreventive agents included @DRUG$, oltipraz (OPZ), 5,6-benzoflavone (5,6-BF), phenethyl isothiocyanate (PEITC), and @DRUG$3-carbinol (	0
0	At the origin of the RdRp the most ancient part of the protein is the cofactor-binding site that had the capacity of binding to simple molecules @DRUG$ @DRUG$, calcium, and ribonucleotides.	atomic number  the blood of the RdRp the most antediluvian part of the protein is the cofactor- binding site that had the capacity of binding to simple molecules @DRUG$ @DRUG$ , calcium , and ribonucleotides .	At the simple of the RdRp had most molecules part of the protein is the cofactor- binding site that the the capacity of binding to origin ancient @DRUG$ @DRUG$ , calcium , and ribonucleotides .	the origin of RdRp the ancient part of the protein is the cofactor- binding site that had the capacity of binding to simple molecules @DRUG$ @DRUG$ , calcium , and ribonucleotides .	The cofactor-binding site of the RdRp protein had the capacity to bind to simple molecules @DRUG$ and @DRUG$, as well as calcium and ribonucleotides.	0
0	[Comparative study of 3 drugs (aceglutamide aluminum, @DRUG$ acexamate, and @DRUG$) in the long-term maintenance treatment (1 year) of peptic ulcer].	[ relative study of 3 drugs ( aceglutamide aluminum , @DRUG$ acexamate , and @DRUG$ ) in the long-term maintenance treatment ( ace class ) of peptic ulcer ] .	[ Comparative study of , ] ( aceglutamide aluminum , @DRUG$ acexamate 3 and @DRUG$ ) in the long-term maintenance treatment 1 ( year ) of peptic ulcer drugs .	[ Comparative study of drugs ( aceglutamide aluminum , @DRUG$ acexamate , and @DRUG$ ) in the long-term treatment ( 1 year ) of peptic ulcer ] .	A comparative study of three drugs (aceglutamide, aluminum, @DRUG$ acexamate, and @DRUG$) in the long-term maintenance treatment (1 year) of peptic ulcer.	0
0	Seven of these combine 2 drugs together in a single pill: Edarbyclor (azilsartan/chlorthalidone), Exforge (@DRUG$/valsartan), Azor (olmesartan/amlodipine), Twynsta (amlodipine/@DRUG$), Tekturna HCT [aliskiren/hydrochlorothiazide (HCTZ)], Valturna (aliskiren/valsartan), Tekamlo (aliskiren/amlodipine).	vii of these combine 2 drug unitedly in a single pill : Edarbyclor ( azilsartan / thalidone ) , Exforge ( @DRUG$ / diovan ) , Azor ( olmesartan / amlodipine ) , Twynsta ( amlodipine / @DRUG$ ) , Tekturna HCT [ aliskiren / hydrodiuril ( HCTZ ) ] , Valturna ( aliskiren / diovan ) , Tekamlo ( aliskiren / amlodipine ) .	Tekamlo of these combine 2 drugs together valsartan : single pill a Edarbyclor ( azilsartan / , ) , Exforge ( @DRUG$ / in ) , Azor ( olmesartan / / ) , Twynsta ( amlodipine / @DRUG$ ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( HCTZ ) ] chlorthalidone Valturna ( aliskiren amlodipine valsartan ) , Seven / aliskiren ( amlodipine ) .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( azilsartan / chlorthalidone ) , Exforge ( @DRUG$ / valsartan ) , Azor ( olmesartan / amlodipine ) , Twynsta ( amlodipine / @DRUG$ ) , Tekturna HCT [ / hydrochlorothiazide HCTZ ) ] , Valturna ( aliskiren / ) , Tekamlo ( aliskiren / amlodipine ) .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( azilsartan / chlorthalidone ) , Exforge ( @DRUG$ / valsartan ) , Azor ( olmesartan / amlodipine ) , Twyn	1
0	We tested the effectiveness of a single ingestion of @DRUG$ (a beta-D-galactosidase from @DRUG$) in adults with hypolactasia, previously assessed by lactose H(2)-breath test.	We tested the effectiveness of a bingle ingestion of @DRUG$ ( a beta-D- galactosidase from @DRUG$ ) in adult with hypolactasia , previously evaluate by lactose H ( 2 ) - breath test .	We tested , effectiveness of a single ingestion of @DRUG$ ( a beta-D- galactosidase by @DRUG$ ) in adults with hypolactasia the previously assessed ) lactose H ( 2 from - breath test .	We tested the effectiveness of a single ingestion of @DRUG$ ( beta-D- galactosidase from @DRUG$ ) in adults with hypolactasia , previously by lactose H ( 2 ) - breath test	We tested the effectiveness of a single ingestion of @DRUG$ ( a beta-D- galactosidase from @DRUG$ ) in adults with hypolactasia , previously assessed by lactose H ( 2 ) - breath test ."DRUGA is a beta-D-	0
0	During the 1970s two @DRUG$ drugs, @DRUG$ and metformin, were used to control hyperglycemia.	During the 1970s two @DRUG$ drugs , @DRUG$ and glucophage , were used to control hyperglycemia .	During the 1970s two @DRUG$ drugs used @DRUG$ and metformin , were , to control hyperglycemia .	During the 1970s two @DRUG$ drugs , @DRUG$ and metformin , were used to control hyperglycemia .	@DRUG$ was used to control hyperglycemia during the 1970s, and one of those drugs was metformin.	1
1	Studies with MCF-7Ca xenografts successfully predicted that @DRUG$ would be clinically superior to the previous gold standard @DRUG$ and also indicated that it may be more effective than other AIs.	contemplate with MCF - 7Ca xenografts successfully predicted that @DRUG$ would be clinically superior to the late gold standard @DRUG$ and as well indicated that it may be more effective than other AIs .	Studies AIs MCF with 7Ca xenografts successfully predicted that @DRUG$ would be clinically superior to the previous gold standard @DRUG$ and also indicated that - may be more effective than other it .	Studies with MCF - 7Ca xenografts successfully predicted that @DRUG$ would be clinically superior to the previous gold standard @DRUG$ indicated that it may be more effective other AIs .	@DRUG$ is clinically superior to @DRUG$ and may be more effective than other AIs.	0
0	There was less radiographic damage in both active-treatment groups compared with placebo (leflunomide, P < or = 0.001; @DRUG$, @DRUG$ = 0.02).	There was less radiographic hurt in both active-treatment groups compare with placebo ( leflunomide , P < or = 0.001 ; @DRUG$ , @DRUG$ = 0.02 ) .	There was less radiographic damage = both active-treatment groups compared with leflunomide ( placebo , P < or in 0.001 ; @DRUG$ , @DRUG$ = 0.02 ) .	There was less radiographic damage in both active-treatment compared with placebo ( leflunomide , P < or = ; @DRUG$ , @DRUG$ = 0.02 ) .	There was less radiographic damage in both active-treatment groups compared with placebo ( leflunomide , P < or = 0.001 ; @DRUG$ , @DRUG$ = 0.02 ) ."Leflunomide is an active treatment, and placebo is a	0
0	In this study, we investigate whether the Resveratrol (trans-3,5,49-trihydroxystilbene) and its natural precursor @DRUG$ (resveratrol-3-O-b-mono-D-glucoside, the glycoside form of @DRUG$) combination, might have a cooperative antitumor effect on either growing or differentiated human adenocarcinoma colon cancer cells.	inwards this study , we investigate whether the Resveratrol ( trans - 3,5,49 - trihydroxystilbene ) and its cancel precursor @DRUG$ ( resveratrol - 3 - O-b-mono - D- glucoside , the glycoside form of @DRUG$ ) combination , mightiness have a cooperative antitumour essence on either growing or differentiated human adenocarcinoma colon cancer cells .	In adenocarcinoma study , we cancer whether the Resveratrol ( combination - 3,5,49 - trihydroxystilbene ) and its natural precursor @DRUG$ ( resveratrol - 3 - O-b-mono - effect glucoside , the glycoside form of @DRUG$ ) trans , D- have a cooperative antitumor might on either growing or differentiated human this colon investigate cells .	In this study , investigate whether the Resveratrol ( trans - - trihydroxystilbene and its natural precursor @DRUG$ ( - 3 - O-b-mono - D- glucoside , the glycoside form of @DRUG$ ) , might have a cooperative antitumor effect on either growing or differentiated human adenocarcinoma colon cancer cells	We found that the combination of resveratrol and its natural precursor @DRUG$ had a cooperative antitumor effect on human adenocarcinoma colon cancer cells.	1
0	RESULTS: @DRUG$ induced significant increases in HR, @DRUG$, SV, Qs/Qt and DO(2) and a significant decrease in RAP.	RESULTS : @DRUG$ induced substantial increases in HR , @DRUG$ , SV , Qs / Qt and DO ( 2 ) and a substantial decrease in pink .	significant : @DRUG$ induced ) increases in HR , @DRUG$ , SV , Qs / Qt and DO ( 2 RESULTS and a significant decrease in RAP .	RESULTS @DRUG$ induced significant increases in HR , @DRUG$ , SV , Qs / Qt DO ( 2 and a significant decrease in RAP .	@DRUG$ causes significant increases in heart rate, stroke volume, and cardiac output, and a significant decrease in right atrial pressure.	1
0	Encouraging data have emerged with several other agents like lestaurtinib, midostaurin, @DRUG$, @DRUG$ and quizartinib.	Encouraging data have come out with several other agents like lestaurtinib , midostaurin , @DRUG$ , @DRUG$ and quizartinib .	Encouraging data have emerged agents several other with like lestaurtinib , midostaurin , @DRUG$ , @DRUG$ and quizartinib .	Encouraging have emerged with several other agents like lestaurtinib , midostaurin , @DRUG$ , @DRUG$ and .	Encouraging data have emerged with several other agents like lestaurtinib , midostaurin , @DRUG$ and quizartinib ."This means that the data on these other agents (such as lestaurtinib and midostaurin) is encouraging, and that DR	1
0	After oral @DRUG$ well as intravenous administration, a short terminal half-life of @DRUG$ in the range of 4-5 hours was found.	After oral @DRUG$ well as intravenous administration , a forgetful terminal half - life of @DRUG$ in the range of four - 5 hours was found .	After oral @DRUG$ well as a administration , the short terminal half - life of @DRUG$ in intravenous range of 4 - 5 hours was found .	After oral @DRUG$ as intravenous administration , a short terminal half - life of @DRUG$ in range of 4 - 5 hours was found	After oral administration of @DRUG$, a short terminal half-life of @DRUG$ in the range of 4-5 hours was found.	0
0	As inhibitors of [3H]@DRUG$ binding, the strengths of the drugs are, in terms of their IC50 (concentration corresponding to 50% inhibition): dothiepin 2.8 X 10(-6) M, northiaden 5.0 X 10(-6) @DRUG$, northiaden sulphoxide 4.0 X 10(-5) M and dothiepin sulphoxide 3.2 X 10(-5) M.	As inhibitor of [ 3H ] @DRUG$ binding , the military posture of the drug are , in terms of their IC50 ( concentration corresponding to fifty % forbiddance ) : dothiepin 2.8 disco biscuit 10 ( - 6 ) M , northiaden 5.0 disco biscuit 10 ( - 6 ) @DRUG$ , northiaden sulphoxide 4.0 disco biscuit 10 ( - phoebe ) M and dothiepin sulphoxide 3.2 disco biscuit 10 ( - phoebe ) M.	As inhibitors of [ 3H ] @DRUG$ ( , the - of the drugs are sulphoxide in terms of 5.0 IC50 binding concentration corresponding to 50 % inhibition ) : 4.0 2.8 X 10 ( - 6 ) M , northiaden 6 X 10 ( - their ) @DRUG$ , northiaden sulphoxide dothiepin X 10 ( - 5 ) dothiepin and M , 3.2 X 10 ( strengths 5 ) M.	As inhibitors of [ 3H @DRUG$ binding the strengths of the drugs are , in terms of their IC50 ( concentration corresponding to 50 % inhibition ) : dothiepin 2.8 X 10 ( - 6 ) M , northiaden 5.0 X 10 ( - 6 ) @DRUG$ , northiaden 4.0 X ( - 5 ) M and dothiepin sulphoxide 3.2 X 10 ( - 5 ) M.	The strengths of the drugs are, in terms of their IC50 (concentration corresponding to 50% inhibition): dothiepin 2.8 X 10-6 M, northiaden 5.0 X 10-6 M, northiaden sulphoxide 4.0 X 10-5	1
0	Discontinuations due to adverse events were 10/184 (5.4%) for @DRUG$ and 5/44 (11.4%) for @DRUG$; p = .175.	Discontinuations due to adverse outcome were 10/184 ( 5.4 % ) for @DRUG$ and 5/44 ( 11.4 % ) for @DRUG$ ; phosphorus = .175 .	) due p adverse events were 10/184 ( 5.4 % ) for @DRUG$ and 5/44 ( 11.4 % Discontinuations for @DRUG$ ; to = .175 .	Discontinuations due to adverse events were 10/184 ( ) for @DRUG$ and 5/44 ( 11.4 % ) for @DRUG$ ; p = .175	Discontinuations due to adverse events were 10/184 ( 5.4 % ) for @DRUG$ and 5/44 ( 11.4 % ) for @DRUG$ ; p = .175 ."There is no statistically significant difference between the discontinuation rates due to adverse events for	0
0	@DRUG$ gluconate (140 mg/day; n=26) or placebo (@DRUG$; n=24) was randomly assigned to the patients.	@DRUG$ gluconate ( 140 mg / day ; n=  ) or placebo ( @DRUG$ ; n=24 ) was indiscriminately assigned to the patients .	@DRUG$ gluconate the 140 mg / day ; n= 26 ) or placebo ( @DRUG$ ; n=24 ) was randomly assigned to patients ( .	@DRUG$ gluconate ( 140 mg / day ; n= 26 ) or placebo ( @DRUG$ ; n=24 ) was randomly to the patients .	One group of patients was given @DRUG$, while another group was given a placebo (a substance with no real therapeutic effect). The groups were randomly assigned, so that the patients in each group were essentially the same.	1
0	INTRODUCTION: The current treatment for hepatitis C virus (HCV) genotype 1 chronic infection is the addition of direct-acting antivirals (DAAs) with a protease inhibitor (@DRUG$ or boceprevir) to the pegylated interferon (PEG-IFN) and @DRUG$ (RBV) regimen.	INTRODUCTION : The stream handling for hepatitis C computer virus ( HCV ) genotype 1 continuing infection is the increase of direct-acting antivirals ( DAAs ) with a protease inhibitor ( @DRUG$ or boceprevir ) to the pegylated interferon ( PEG - IFN ) and @DRUG$ ( RBV ) regimen .	INTRODUCTION : antivirals current DAAs for hepatitis C virus ( HCV ) genotype 1 chronic infection is with addition of direct-acting The ( a ) the treatment protease inhibitor ( @DRUG$ or boceprevir ) to the ( interferon pegylated PEG - IFN ) and @DRUG$ ( RBV ) regimen .	INTRODUCTION : The current treatment hepatitis C virus ( HCV genotype 1 chronic infection the addition of direct-acting antivirals ( DAAs ) with a protease inhibitor ( @DRUG$ boceprevir ) to the interferon ( PEG - IFN and @DRUG$ ( RBV ) regimen .	The current treatment for hepatitis C virus ( HCV ) genotype 1 chronic infection is the addition of direct-acting antivirals ( DAAs ) with a protease inhibitor ( @DRUG$ or boceprevir ) to the pegylated interferon ( PEG - IFN )	1
0	Fewer surgeries for BPH, @DRUG$ well as a decreased incidence of acute urinary retention, have also been seen with @DRUG$ therapy.	Fewer surgeries for BPH , @DRUG$ well as a decrease incidence of acute urinary retentivity , have also been seen with @DRUG$ therapy .	Fewer surgeries for BPH , @DRUG$ as well a decreased incidence of urinary acute retention , have also been seen with @DRUG$ therapy .	Fewer surgeries for BPH , @DRUG$ well as a incidence of acute retention , have also been seen @DRUG$ therapy .	@DRUG$ therapy has been seen to result in fewer surgeries for BPH, as well as a decreased incidence of acute urinary retention.	1
0	RESULTS: At week 24, the proportion of patients with 50 percent improvement in disease symptoms according to the ACR criteria, the primary end point, was significantly greater with the rituximab-methotrexate combination (43 percent, @DRUG$=0.005) and the rituximab-@DRUG$ combination (41 percent, P=0.005) than with methotrexate alone (13 percent).	RESULTS : astatine calendar week 24 , the dimension of patients with 50 percentage improvement in disease symptoms according to the ACR criteria , the primary end breaker point , was significantly smashing with the rituximab-methotrexate combination ( 43 percentage , @DRUG$=0.005 ) and the rituximab - @DRUG$ combination ( 41 percentage , P=0.005 ) than with methotrexate alone ( 13 percentage ) .	RESULTS : end week 24 , the proportion of patients with 50 percent improvement in disease symptoms according to the ACR criteria , the greater At alone , was significantly primary with and rituximab-methotrexate combination ( 43 percent , ( ) point the rituximab - @DRUG$ combination ( 41 percent , P=0.005 ) than with methotrexate the @DRUG$=0.005 13 percent ) .	RESULTS : At week 24 , the proportion of with 50 percent improvement in disease symptoms according to the ACR criteria , primary end point , was significantly greater with the rituximab-methotrexate combination ( 43 percent , @DRUG$=0.005 ) and the @DRUG$ combination ( 41 percent , P=0.005 ) than with methotrexate alone ( 13 percent ) .	At week 24, the proportion of patients with 50 percent improvement in disease symptoms according to the ACR criteria, the primary end point, was significantly greater with the rituximab-methotrexate combination (43 percent, @DRUG$=0.005) and the rit	1
0	These studies suggest that both @DRUG$ and rofecoxib can cause sodium retention and decrease glomerular filtration rate (GFR) to a similar extent @DRUG$ nonselective NSAIDs in patients at risk for adverse renal effects.	These studies propose that both @DRUG$ and vioxx can cause sodium retention and decrease glomerular filtration rate ( GFR ) to a similar extent @DRUG$ nonselective NSAIDs in patients at risk for inauspicious renal effects .	These studies suggest that both @DRUG$ and rofecoxib can cause and retention sodium decrease glomerular similar rate ( GFR ) to a filtration extent @DRUG$ nonselective NSAIDs for patients at risk in adverse renal effects .	These suggest that both @DRUG$ and rofecoxib can cause sodium retention and decrease glomerular filtration rate ( GFR ) to a similar extent @DRUG$ nonselective NSAIDs patients at risk for adverse renal effects .	Both @DRUG$ and rofecoxib can cause sodium retention and decrease glomerular filtration rate ( GFR ) to a similar extent.	1
1	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, @DRUG$, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/@DRUG$, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This issue nidus on the keep up excerption of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , @DRUG$ , clofarabine , cipher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( touch off ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem na , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( man ) ; hMaxi -K , man papillomavirus vaccinum ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ace - 1018 ; Lasofoxifene tartrate , larodopa / carbidopa / @DRUG$ , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - ii bel , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort press out , sunitinib malate ; tadalafil , tanaproget , genus taxus , tiotropium cliche , treprostinil na ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Zileuton hydrobromide betamethasone dipropionate , levodopa dutasteride cetuximab , @DRUG$ , clofarabine , Cypher hydrochloride - , darbepoetin alfa , darifenacin / , desloratadine Valdecoxib Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , hMaxi hydrochloride , , peginterferon Ecogramostim , efalizumab , ertapenem sodium , nesiritide oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; duloxetine -K , human papillomavirus - ; Imatinib mesylate , indiplon sodium iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , CEA-TRICOM / carbidopa / @DRUG$ , liposomal doxorubicin A165 Nemifitide ditriflutate , escitalopram ; Omalizumab ; Pegfilgrastim , ; ; - 2a , Calcipotriol alfa vaccine 2 b , phVEGF Dalbavancin alfa tiotropium pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , bromide , Taxus , , tanaproget , treprostinil , ; , , vardenafil ; hydrate ; Ximelagatran ; peginterferon .	issue focuses on the following selection of drugs : AAV - NGFbeta , aprepitant aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate CEA-TRICOM , cetuximab , @DRUG$ , clofarabine , Cypher , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , ertapenem sodium , escitalopram oxalate ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - ; Lasofoxifene tartrate , levodopa / carbidopa @DRUG$ , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , alfa - 2a alfa - 2 b , phVEGF - A165 pimecrolimus , pramlintide acetate ; , rimonabant ; Satraplatin , St. John's Wort , sunitinib malate ; Tadalafil , tanaproget Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrate ; Ximelagatran ; .	@DRUG$ is a drug that is related to @DRUG$.	0
0	RESULTS: After a median follow-up of 55.7 months (range 0-89.7), 809 events contributing to the analysis of disease-free survival had been reported (354 @DRUG$, 455 @DRUG$); unadjusted hazard ratio 0.76 (95% CI 0.66-0.88, p=0.0001) in favour of exemestane, absolute benefit 3.3% (95% CI 1.6-4.9) by end of treatment (ie, 2.5 years after randomisation).	ensue : After a median follow - up of 55.7 months ( range 0-89.7 ) , 809 events contribute to the psychoanalysis of disease -free endurance had been reported ( 354 @DRUG$ , 455 @DRUG$ ) ; unadjusted hazard ratio 0.76 ( 95 % CI 0.66-0.88 , p=0.0001 ) in party favor of exemestane , absolute benefit 3.3 % ( 95 % CI 1.6-4.9 ) by end of intervention ( ie , 2.5 years after randomization ) .	up : After a median follow - RESULTS of 55.7 months 809 range 0-89.7 ) , disease analysis contributing to the 455 of ( -free survival had been reported ( 354 @DRUG$ , events @DRUG$ ) ; unadjusted hazard ratio after ( 95 % CI 0.66-0.88 , CI ) in favour of exemestane , absolute benefit 3.3 % ( 95 % p=0.0001 1.6-4.9 ) by end of treatment ( ie , 2.5 years 0.76 randomisation ) .	RESULTS : After a median follow - up of 55.7 months ( range 0-89.7 ) , 809 contributing to the analysis of disease -free survival had been reported ( 354 @DRUG$ , 455 @DRUG$ ; unadjusted hazard ratio 0.76 ( 95 % CI 0.66-0.88 , p=0.0001 ) in favour of exemestane absolute benefit 3.3 % ( 95 % CI 1.6-4.9 by end of treatment ( ie , 2.5 years after randomisation ) .	@DRUG$ was found to be superior to @DRUG$ in terms of disease-free survival, with an absolute benefit of 3.3% by the end of the study.	0
0	OBJECTIVES: Safety, tolerability, and efficacy of a novel lipid emulsion containing a mixture of soybean oil, medium-chain triglycerides, @DRUG$ oil, and @DRUG$ (SMOFlipid 20%) with reduced n-6 fatty acids (FA), increased monounsaturated and n-3 FA, and enriched in vitamin E were evaluated in premature infants compared with a soybean oil-based emulsion.	OBJECTIVES : Safety , tolerability , and efficacy of a novel lipid emulsion containing a mixture of soybean oil , mass medium - chain triglycerides , @DRUG$ oil , and @DRUG$ ( SMOFlipid  % ) with come down n-6 fatty acids ( FA ) , increase monounsaturated and n-3 FA , and enriched in vitamin e were assess in premature infants compared with a soybean oil- based emulsion .	OBJECTIVES : Safety , tolerability , n-6 efficacy of a novel lipid emulsion containing a mixture of fatty oil , in - premature triglycerides , @DRUG$ oil , and @DRUG$ ( SMOFlipid 20 % ) with reduced and soybean acids ( FA ) , increased monounsaturated and n-3 FA , chain enriched in vitamin a were evaluated medium and infants compared with E soybean oil- based emulsion .	OBJECTIVES Safety , tolerability , and efficacy of a novel lipid emulsion containing a mixture of soybean oil , medium - chain triglycerides , @DRUG$ oil , and @DRUG$ ( SMOFlipid 20 % ) with reduced n-6 fatty acids ( ) increased and n-3 FA , and enriched in vitamin E were evaluated in premature infants compared with a soybean oil- emulsion .	The objectives of this study were to evaluate the safety, tolerability, and efficacy of a novel lipid emulsion containing a mixture of soybean oil, medium-chain triglycerides, @DRUG$ oil, and @DRUG$ (SMOFlipid 20%) with reduced n-6 fatty acids	0
0	The addition of tazobactam extends the activity of @DRUG$ to include most ESBL producers @DRUG$ well as some anaerobic species.	The addition of tazobactam extends the activity of @DRUG$ to include most ESBL producers @DRUG$ easily as some anaerobiotic species .	addition as of tazobactam extends the activity of @DRUG$ to include most ESBL producers @DRUG$ well The some anaerobic species .	addition of tazobactam extends the activity of @DRUG$ to include most producers @DRUG$ well as some anaerobic species	@DRUG$ is more effective when used in combination with tazobactam, because tazobactam extends the activity of DRUGA to include most ESBL producers @DRUG$ well as some anaerobic species .	0
1	The serum creatinine concentration increased 24 percent more slowly in the @DRUG$ group than in the placebo group (P=0.008) and 21 percent more slowly than in the @DRUG$ group (P=0.02).	The blood serum creatinine denseness increased twenty four percent more slowly in the @DRUG$ group than in the placebo group ( P=0.008 ) and 21 percent more slowly than in the @DRUG$ group ( P=0.02 ) .	The serum creatinine concentration increased 24 percent more slowly in the @DRUG$ group and in the placebo group ( P=0.008 ) than 21 percent more slowly than in ) @DRUG$ group ( P=0.02 the .	The serum concentration increased 24 percent more slowly in @DRUG$ group than in the placebo group ( P=0.008 ) and 21 percent more slowly than @DRUG$ group ( P=0.02 ) .	The serum creatinine concentration increased more slowly in the @DRUG$ group than in the placebo group ( P=0.008 ) and more slowly than in the @DRUG$ group ( P=0.02 ) .	0
1	@DRUG$ is metabolized by CYP3A4, as is @DRUG$, although in the latter case aldehyde oxidase is the enzyme responsible for most of the metabolism.	@DRUG$ is metabolized by CYP3A4 , as is @DRUG$ , although in the latter shell aldehyde oxidase is the enzyme creditworthy for most of the metabolism .	@DRUG$ is metabolized by CYP3A4 , as is @DRUG$ , although in the oxidase case aldehyde latter is the metabolism responsible for most of the enzyme .	@DRUG$ is metabolized by CYP3A4 , as is @DRUG$ , although in latter case aldehyde oxidase is the enzyme responsible for most of the metabolism .	@DRUG$ is metabolized by CYP3A4 , as is @DRUG$ . However, in the case of DRUGB , aldehyde oxidase is the enzyme responsible for most of the metabolism .	0
0	RESULTS: For bolus versus infusion, E* values were always negative when (18)@DRUG$-FDG was administered @DRUG$ a bolus and were always positive when it was administered as an infusion.	RESULTS : For bolus versus infusion , E* values were always blackball when ( eighteen ) @DRUG$ - FDG was administered @DRUG$ a bolus and were always positivist when it was administered as an infusion .	RESULTS : For bolus versus infusion , ( were values always negative and E* 18 ) @DRUG$ - FDG was administered @DRUG$ a bolus when were always positive when it was administered as an infusion .	RESULTS For bolus versus infusion , values were always negative when ( 18 ) @DRUG$ - FDG was administered @DRUG$ a bolus and were always positive when it was administered as an infusion .	When @DRUG$ is administered as a bolus (given as a single, large dose), its effect (E*) is always negative (meaning that it decreases the amount of glucose uptake by the cells). However, when DRUGA is administered as an infusion (given over a period of time),	1
0	Plasma NE and @DRUG$ also peaked at about 3 hours, but at much lower concentrations (4 and 42 nmol/@DRUG$).	Plasma NE and @DRUG$ as well peaked at about 3  minutes , but at much lower concentrations ( 4 and 42 nmol / @DRUG$ ) .	Plasma NE and @DRUG$ also peaked at about 3 hours , but at lower and concentrations ( 4 much 42 nmol / @DRUG$ ) .	Plasma NE and @DRUG$ also peaked at about 3 hours but at much lower concentrations ( 4 and 42 nmol / @DRUG$ ) .	Plasma NE and @DRUG$ also peaked at about 3 hours, but at much lower concentrations (4 and 42 nmol/@DRUG$).	0
0	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (AsC), @DRUG$ (p-@DRUG$), 4-hydroxyphenylarsonic acid (4-OH), Nitarsone, Roxarsone and two inorganic arsenic species, arsenate As(v) and arsenite As(iii), could be detected by their typical m/z and collision induced dissociation (CID) behavior respectively.	Each arsenic mintage in this canvas , including monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( AsC ) , @DRUG$ ( p- @DRUG$ ) , 4-hydroxyphenylarsonic acid ( tetrad - OH ) , Nitarsone , Roxarsone and two inorganic arsenic mintage , arsenate angstrom ( v ) and arsenite angstrom ( iii ) , could be detected by their typical m/z and collision induced disassociation ( criminal investigation command ) demeanour severally .	Each arsenic species two this study by including monomethylarsonic ( acid As ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine iii AsC ) , @DRUG$ ( p- @DRUG$ ) , 4-hydroxyphenylarsonic typical ( 4 - OH ) , Nitarsone , Roxarsone and in inorganic arsenic species , arsenate MMA ( v ) and arsenite As dissociation ( ) , could be detected , their acid m/z and collision induced ( ( CID ) behavior respectively .	Each arsenic species study , including monomethylarsonic acid ( MMA ) dimethylarsinic ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( AsC ) , @DRUG$ ( p- @DRUG$ ) , 4-hydroxyphenylarsonic acid ( 4 - OH ) , Nitarsone , and two inorganic arsenic species , arsenate As ( v ) and arsenite As ( iii ) , could detected by their typical m/z and collision induced dissociation ( ) behavior respectively .	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (AsC), @DRUG$ (p-@DRUG$), 4-hydroxyphenyl	0
0	Over the past 60 years, @DRUG$ has been successfully utilized in ophthalmic surgery and is now being implemented in dermatosurgery as well @DRUG$ in other surgical disciplines.	Over the past 60 long time , @DRUG$ has been successfully utilized in ophthalmic surgery and is now being implemented in dermatosurgery as well @DRUG$ in other operative disciplines .	Over the past 60 years successfully @DRUG$ has been , utilized well ophthalmic surgery and is now being implemented in dermatosurgery as in @DRUG$ in other surgical disciplines .	Over the past 60 years , @DRUG$ been successfully utilized in ophthalmic surgery and is now being implemented dermatosurgery as well @DRUG$ in other surgical disciplines .	@DRUG$ has been used successfully in ophthalmic surgery for many years, and is now being used in dermatosurgery as well. @DRUG$ is also being used in other surgical disciplines.	0
0	Exposure to @DRUG$ is by the inhalation of sprays or vapors from impregnated resins, by skin contact, or orally @DRUG$ a residue in food.	Exposure to @DRUG$ is by the inhalation of sprays or vapors from impregnated resin , by skin contact , or by word of mouth @DRUG$ a residue in food .	Exposure to @DRUG$ is by the inhalation of sprays or skin from impregnated resins , by vapors contact , a orally @DRUG$ or residue in food .	Exposure to @DRUG$ is by the inhalation of sprays or from impregnated resins by skin contact , or orally @DRUG$ a residue food .	@DRUG$ is a substance that is used to treat or prevent diseases. @DRUG$ is a substance that is used to produce DRUGA.	0
0	After a prepulse of 1 s at -80 mV, ICa,@DRUG$ recovered up to 54 +/- 2% of the maximum current value in the presence of lacidipine, and up to 91 +/- 3% and 93 +/- 5% in the presence of nimodipine and nisoldipine, respectively (@DRUG$ < 0.05 vs lacidipine).	afterward a prepulse of unity s at - 80 atomic number  , ICa , @DRUG$ recovered up to  + /- 2 % of the upper limit current value in the presence of lacidipine , and up to 91 +/- 3 % and xciii +/- 5 % in the presence of nimodipine and nisoldipine , respectively ( @DRUG$ < 0.05 vs lacidipine ) .	to a prepulse of 1 s at - % vs , ICa , @DRUG$ recovered up to 54 + /- 2 and of the maximum ) value in the presence of lacidipine , and up presence 91 +/- 3 80 and 93 +/- 5 % in the After of nimodipine % nisoldipine , respectively ( @DRUG$ < 0.05 mV lacidipine current .	After a prepulse of 1 s at - 80 mV , ICa , @DRUG$ recovered up to 54 + /- 2 % of the maximum current value in the presence of lacidipine , and up to 91 +/- 3 % and 93 +/- % in the presence of nimodipine and nisoldipine , ( @DRUG$ ) .	After a prepulse of 1 s at - 80 mV , ICa , @DRUG$ recovered up to 54 + /- 2 % of the maximum current value in the presence of lacidipine , and up to 91 +/- 3 % and 93 +/- 5 % in the presence of nim	1
0	Second-generation antihistamines (e.g. cetirizine, desloratadine, @DRUG$, @DRUG$ and mizolastine) are recommended first-line treatment for both conditions; however, studies of clinically relevant differences among these agents are lacking.	Second- generation antihistamines ( for instance cetirizine , desloratadine , @DRUG$ , @DRUG$ and mizolastine ) are advocate first-line treatment for both shape ; however , studies of clinically relevant differences among these agents are lacking .	studies generation antihistamines ( e.g. cetirizine , desloratadine , @DRUG$ , @DRUG$ lacking mizolastine ) are recommended first-line treatment for both conditions ; however , are of clinically relevant differences among these agents Second- and .	Second- antihistamines ( cetirizine , desloratadine , @DRUG$ @DRUG$ and mizolastine are recommended first-line treatment for both conditions however , studies clinically differences among these agents are lacking .	Second- generation antihistamines ( e.g. cetirizine , desloratadine , @DRUG$ and @DRUG$ ) are all recommended first-line treatment for both conditions . However , there is a lack of studies that compare the clinical effects of these agents .	0
0	Six normal men were studied on four occasions: 1) Arg-TRH, 30 g arginine were administered in 500 mL saline in 30 min, followed by an injection of 200 micrograms TRH; 2) GHRH-Arg-TRH, 100 micrograms @DRUG$-(1-44) were given iv as a bolus immediately before the Arg infusion, followed by 200 micrograms TRH, iv; 3) GHRH test, 100 micrograms GHRH were given @DRUG$ an iv bolus; and 4) TRH test, 200 micrograms TRH were given iv as a bolus dose.	Six normal homo were studied on little joe social occasion : unity ) Arg-TRH , 30 gigabyte arginine were administered in 500 cc saline solution in 30 minute , followed by an shot of 200 micrograms TRH ; 2 ) GHRH - Arg- TRH , 100 micrograms @DRUG$ -( unity - 44 ) were given iv as a bolus immediately before the Arg extract , followed by 200 micrograms TRH , iv ; 3 ) GHRH test , 100 micrograms GHRH were given @DRUG$ an iv bolus ; and 4 ) TRH test , 200 micrograms TRH were given iv as a bolus dose .	Six normal men were studied on four dose : 1 and Arg-TRH micrograms 30 g ; were iv in 500 mL saline in 30 arginine , followed by an injection of ) micrograms TRH ; 2 , GHRH - Arg- TRH , 100 micrograms @DRUG$ -( 1 - 44 ) were given iv as a bolus immediately before the Arg infusion 200 followed by 200 micrograms TRH , iv ; 3 ) GHRH test , 100 micrograms GHRH were given @DRUG$ an administered bolus min ) 4 ) TRH test occasions 200 , TRH were given iv as a bolus , .	Six normal men were studied on four occasions : 1 ) , 30 g arginine were administered in 500 mL saline min followed by an injection of 200 micrograms TRH ; 2 ) GHRH - Arg- TRH , 100 micrograms @DRUG$ -( 1 44 ) given iv as a bolus immediately before the infusion , followed by 200 micrograms TRH , iv ; 3 ) GHRH test , 100 micrograms GHRH were given @DRUG$ an iv bolus ; and ) TRH test , 200 micrograms TRH were given iv as a bolus dose .	Six normal men were studied on four occasions: 1) Arg-TRH, 30 g arginine were administered in 500 mL saline in 30 min, followed by an injection of 200 micrograms TRH; 2) GHRH-Arg-TRH, 100 micrograms DRUG	1
0	In mice depleted of GSH by treatment with buthionine sulfoximine (BSO), @DRUG$ (2-mercapto-@DRUG$, MMI) causes liver injury characterized by centrilobular necrosis of hepatocytes and an increase in serum alanine transaminase (SALT) activity.	In mice depleted of GSH by treatment with buthionine sulfoximine ( BSO ) , @DRUG$ ( 2-mercapto - @DRUG$ , MMI ) movement liver colored injury characterized by centrilobular necrosis of hepatocytes and an gain in serum alanine transaminase ( common salt ) activity .	) mice depleted in GSH by treatment In buthionine sulfoximine ( BSO ) , @DRUG$ ( 2-mercapto - @DRUG$ serum MMI ) causes liver injury characterized by centrilobular necrosis of hepatocytes and an increase of , alanine transaminase ( SALT with activity .	In mice of GSH by treatment with buthionine ( BSO ) , @DRUG$ ( 2-mercapto - @DRUG$ , MMI ) causes liver injury characterized by centrilobular necrosis of hepatocytes and an increase in serum alanine transaminase ( SALT ) activity .	In mice depleted of GSH by treatment with buthionine sulfoximine ( BSO ) , @DRUG$ ( 2-mercapto - @DRUG$ , MMI ) causes liver injury characterized by centrilobular necrosis of hepatocytes and an increase in serum alan	0
0	@DRUG$ in @DRUG$: safer intravenous iron therapy than iron dextrans.	@DRUG$ in @DRUG$ : good intravenous iron therapy than iron dextrans .	@DRUG$ iron @DRUG$ : safer intravenous in therapy than iron dextrans .	@DRUG$ in @DRUG$ : safer intravenous iron therapy than iron dextrans .	@DRUG$ is a safer intravenous iron therapy than iron dextrans.	1
0	Serum @DRUG$ concentration at admission was 5.5 mg/@DRUG$.	Serum @DRUG$ concentration at access was 5.5 mg / @DRUG$ .	Serum @DRUG$ concentration at mg was 5.5 admission / @DRUG$ .	Serum @DRUG$ concentration at admission was 5.5 mg / @DRUG$	The serum concentration of @DRUG$ at admission was 5.5 mg per @DRUG$.	0
1	Status epilepticus that does not respond to first-line benzodiazepines (lorazepam or @DRUG$) or to second-line antiepileptic drugs (phenytoin/fosphenytoin, @DRUG$ or valproate) is usually considered refractory and requires more aggressive treatment.	Status epilepticus that does not react to first-line benzodiazepines ( lorazepam or @DRUG$ ) or to second-line antiepileptic drugs ( phenytoin / fosphenytoin , @DRUG$ or valproate ) is ordinarily considered recalcitrant and requires more aggressive treatment .	Status epilepticus that first-line not respond to and benzodiazepines aggressive lorazepam or @DRUG$ ) or to second-line antiepileptic drugs ( phenytoin / fosphenytoin , @DRUG$ or valproate ) is usually considered refractory does requires more ( treatment .	Status epilepticus that does not respond to first-line benzodiazepines ( lorazepam or @DRUG$ ) or to second-line antiepileptic drugs ( phenytoin / fosphenytoin , @DRUG$ or valproate ) is usually considered refractory and more aggressive treatment .	If a person's seizure disorder does not respond to the first two types of drugs used to treat it (benzodiazepines and antiepileptic drugs), then the person's seizures are considered to be refractory and require more aggressive treatment.	1
0	In addition to exhibiting activity against important skin/soft tissue pathogens, sarecycline exhibits targeted antibacterial activity against clinical isolates of Cutibacterium acnes In the current study, @DRUG$ was 16- to 32-fold less active than broad-spectrum tetracyclines-such as minocycline and @DRUG$-against aerobic Gram-negative bacilli associated with the normal human intestinal microbiome.	In increase to exhibiting activity against important struggle / soft tissue pathogens , sarecycline exhibit targeted antibacterial activity against clinical isolates of Cutibacterium acnes In the current study , @DRUG$ was 16 - to 32 - fold less active than broad-spectrum tetracyclines - such as minocycline and @DRUG$ - against aerophilic Gram-negative bacillus associated with the rule human intestinal microbiome .	In antibacterial to exhibiting activity against important minocycline / soft tissue pathogens , sarecycline exhibits targeted Cutibacterium activity against clinical isolates of addition acnes In the current study , @DRUG$ was 16 - to 32 - fold less active than broad-spectrum tetracyclines - such as @DRUG$ and normal - against aerobic Gram-negative bacilli associated with the skin human intestinal microbiome .	In addition to exhibiting activity against important skin / tissue pathogens , sarecycline exhibits targeted antibacterial activity against clinical of Cutibacterium acnes In the current study , @DRUG$ 16 - to 32 - fold less than broad-spectrum tetracyclines - such minocycline and @DRUG$ - aerobic Gram-negative bacilli associated with the normal human intestinal microbiome	@DRUG$ is 16- to 32- fold less active than broad-spectrum tetracyclines - such as minocycline and @DRUG$ - against aerobic Gram-negative bacilli associated with the normal human intestinal microbiome.	0
0	Sixty-five women (mean age 79.5), taking a background diet low in calcium, were randomly assigned to @DRUG$ + EPA or coconut oil placebo capsules; in addition, all received 600 mg/day @DRUG$ as the carbonate.	Sixty - five women ( mean age 79.5 ) , taking a background diet low in atomic number  , were arbitrarily assigned to @DRUG$ + EPA or coconut oil placebo condensation ; in addition , all received 600 magnesium / day @DRUG$ as the carbonate .	Sixty in five women ( / age 79.5 ) , taking a all diet low - calcium , were randomly assigned to @DRUG$ + EPA , coconut oil placebo capsules ; in addition or background received 600 mg mean day @DRUG$ as the carbonate .	Sixty - five women ( age 79.5 ) , taking a background diet in calcium , were randomly assigned to @DRUG$ + EPA or coconut oil placebo capsules ; in addition , all received 600 mg / @DRUG$ as the carbonate	Sixty - five women were randomly assigned to @DRUG$ + EPA or coconut oil placebo capsules ; in addition , all received 600 mg / day @DRUG$ as the carbonate .	0
0	METHODS: In the ambrisentan study, 12 healthy extensive metabolizers (EM) of CYP2C19 received therapeutic doses of @DRUG$ (5 mg @DRUG$.d. on study days 1 - 11) and GFJ (1 x 300 mL/d on study days 6 - 8 and 3 x 300 mL/d on study days 9 - 11).	METHODS : In the ambrisentan study , 12 healthy extensive metabolizers ( EM ) of CYP2C19 received therapeutic state of @DRUG$ ( 5 mg @DRUG$ .d. on study days one - 11 ) and GFJ ( one ex three hundred cc /d on study days 6 - 8 and triad ex three hundred cc /d on study days 9 - 11 ) .	.d. : In doses ambrisentan study , 12 healthy extensive metabolizers ( EM ) 1 CYP2C19 received therapeutic the ( @DRUG$ ( 5 ) @DRUG$ METHODS on study days of - 11 ) and GFJ of 1 - 300 mL /d on study days 6 - 8 and 3 x 300 mL /d on study days 9 x 11 mg .	METHODS In the ambrisentan study , 12 healthy extensive metabolizers ( CYP2C19 received therapeutic doses @DRUG$ ( 5 mg @DRUG$ .d. on study days 1 - 11 ) and ( 1 x 300 mL /d on study days 6 - 8 and 3 x on study days 9 11 ) .	METHODS : In the ambrisentan study , 12 healthy extensive metabolizers ( EM ) of CYP2C19 received therapeutic doses of @DRUG$ ( 5 mg @DRUG$ .d. on study days 1 - 11 ) and GFJ ( 1 x 300 mL /d on study	0
0	The recommended dose of nelarabine in adults is 1500 @DRUG$/m(2) IV given over 2 hours on days 1, 3, and 5, repeated every 21 days; the recommended dose in pediatric patients is 650 mg/@DRUG$(2) IV given over 1 hour for 5 consecutive days, repeated every 21 days.	The recommended dose of nelarabine in adults is 1500 @DRUG$ / m( two ) IV given over two minute on twenty four hours one , 3 , and 5 , repeated every  twenty four hours ; the recommended dose in pediatric patients is 650 mg / @DRUG$ ( two ) IV given over one hour for 5 sequent twenty four hours , repeated every  twenty four hours .	The recommended 1500 of nelarabine 5 adults is patients @DRUG$ / m( 2 ) IV given over days hours ; days 1 , 3 , and 5 , repeated every 21 2 on the recommended dose in pediatric dose is 650 mg / @DRUG$ ( 2 ) IV given over 1 hour for in consecutive days , repeated every 21 days .	The recommended dose nelarabine in adults is 1500 @DRUG$ / m( ) IV given over 2 hours on days 1 , 3 , and 5 every ; the recommended dose in pediatric patients 650 mg / @DRUG$ ( ) IV given 1 hour for 5 consecutive days , repeated every 21 .	The recommended dose of nelarabine in adults is 1500 @DRUG$ / m( 2 ) IV given over 2 hours on days 1 , 3 , and 5 , repeated every 21 days ; the recommended dose in pediatric patients is 650 mg / @DRUG$ ( 2 ) IV given over 1	0
1	Three groups of seven donkeys received either no medication (control) or @DRUG$ paste or granule formulations at horse dosage of 20mg/kg B.@DRUG$. (equals 6.94 mg/kg PYR base) of body weight.	ternary grouping of seven donkeys welcome either no medication ( control ) or @DRUG$ paste or granule formulations at horse dosage of 20mg / kg B.@DRUG$ . ( equals 6.94 mg / kg PYR stem ) of body weight .	Three groups of seven donkeys received either or medication ( ) ) no @DRUG$ paste or granule formulations at ( dosage 20mg of / kg B.@DRUG$ . horse equals 6.94 mg / kg PYR base control of body weight .	Three groups of seven donkeys received no medication ( ) or @DRUG$ paste or granule formulations at horse dosage 20mg / kg B.@DRUG$ . ( equals 6.94 mg / kg PYR base ) of body .	Three groups of seven donkeys received either no medication ( control ) or @DRUG$ paste or granule formulations at horse dosage of 20mg / kg B.@DRUG$ . ( equals 6.94 mg / kg PYR base ) of body weight .	0
0	The separation of diperodon has been carried out in the chromatographic system which consists of 70% methanol in mobile phase in @DRUG$ with @DRUG$ (6.8 g/l, pH = 7.4) and chemically bounded phase C18.	The interval of diperodon has been carried out in the chromatographic system which consists of 70 % methanol in roving phase in @DRUG$ with @DRUG$ ( 6.8 g/l , pH = 7.4 ) and chemically recoil phase C18 .	The separation of C18 been has carried out in the in system which consists of 70 % methanol in mobile phase chromatographic @DRUG$ with @DRUG$ ( 6.8 g/l , pH = 7.4 ) and chemically bounded phase diperodon .	The separation of diperodon has been carried out in the chromatographic system which consists of % methanol in mobile phase @DRUG$ with @DRUG$ ( 6.8 , = 7.4 and chemically bounded phase C18 .	@DRUG$ is a solvent that is used to separate diperodon from @DRUG$, which is a compound that is bound to a C18 chemically.	0
0	In patients with acute GORD with oesophagitis, omeprazole is at least as effective @DRUG$ lansoprazole or pantoprazole in promoting healing, and superior to @DRUG$, cimetidine or cisapride in oesophagitis healing and symptom relief.	In patients with ague GORD with oesophagitis , omeprazole is at least as effective @DRUG$ lansoprazole or pantoprazole in encourage heal , and superior to @DRUG$ , cimetidine or cisapride in oesophagitis heal and symptom relief .	In patients with acute GORD with oesophagitis , omeprazole is at least as effective @DRUG$ lansoprazole or pantoprazole in healing healing , promoting superior to @DRUG$ , cimetidine relief cisapride in oesophagitis and and symptom or .	In patients with acute GORD with oesophagitis , omeprazole is at least as effective @DRUG$ lansoprazole pantoprazole in healing , and superior to @DRUG$ , cimetidine or cisapride in oesophagitis healing and symptom relief .	Omeprazole is more effective than lansoprazole or pantoprazole in promoting healing, and superior to cimetidine or cisapride in oesophagitis healing and symptom relief.	1
0	In Phase II trials, @DRUG$, 1 @DRUG$ b.i.d., resulted in a greater proportion of non-constipated IBS patients reporting adequate relief of pain and discomfort, as well as improvement of bowel symptoms, frequency, urgency and stool consistency when compared with placebo.	In stage II test , @DRUG$ , 1 @DRUG$ b.i.d. , resulted in a greater proportion of non-constipated IBS patient reporting adequate moderation of pain and discomfort , as well as improvement of bowel symptoms , frequency , urgency and stool consistency when compared with placebo .	In Phase urgency trials , @DRUG$ , 1 @DRUG$ b.i.d. , IBS in a greater proportion of non-constipated resulted patients reporting adequate relief of pain and discomfort , as well of improvement as bowel frequency , symptoms , II and stool consistency when compared with placebo .	In Phase II trials , @DRUG$ , 1 @DRUG$ b.i.d. , resulted a greater proportion of non-constipated IBS reporting adequate relief of pain and discomfort , as well as improvement of bowel symptoms , urgency and stool when compared with placebo .	@DRUG$ was found to be more effective than placebo in relieving pain and discomfort, as well as improving bowel symptoms, frequency, urgency, and stool consistency in patients with IBS.	1
1	STUDY OBJECTIVE: To examine the effect of @DRUG$, a lipoglycopeptide antibiotic with potent gram-positive activity, on the pharmacokinetics of @DRUG$, a cytochrome P450 (CYP) 3A probe substrate.	STUDY OBJECTIVE : To examine the effect of @DRUG$ , a lipoglycopeptide antibiotic drug with powerful gram-positive bodily process , on the pharmacokinetics of @DRUG$ , a cytochrome P450 ( CYP ) 3A probe substrate .	STUDY OBJECTIVE : the examine To effect of @DRUG$ , a lipoglycopeptide antibiotic with the cytochrome activity , on potent pharmacokinetics of @DRUG$ , a gram-positive P450 ( CYP ) 3A probe substrate .	STUDY : To examine the effect @DRUG$ , a lipoglycopeptide antibiotic with potent gram-positive activity on the pharmacokinetics of @DRUG$ , a P450 ( CYP ) probe substrate .	The objective of the study was to examine the effect of @DRUG$, an antibiotic with potent gram-positive activity, on the pharmacokinetics of @DRUG$, a probe substrate for CYP3A.	0
0	Mice were fed a control diet or a diet containing fenbendazole (8-12 mg/kg/day) for 7 days prior to treatment with @DRUG$ (300 @DRUG$/kg) or phosphate buffered saline.	Mice were federal a control diet or a diet containing fenbendazole ( 8- 12 mg /kg / day ) for 7 days prior to discussion with @DRUG$ ( 300 @DRUG$ / kilogram ) or phosphate buffered saline .	Mice were fed control kg diet or a diet containing fenbendazole ( 8- 12 mg /kg / day ) for 7 saline prior to treatment with @DRUG$ ( 300 @DRUG$ / a ) or phosphate buffered days .	Mice were fed a control diet or a diet containing fenbendazole ( 8- 12 mg /kg / day ) 7 prior to treatment with @DRUG$ @DRUG$ / ) or phosphate buffered saline .	Mice were fed a control diet or a diet containing fenbendazole ( 8- 12 mg /kg / day ) for 7 days prior to treatment with @DRUG$ ( 300 @DRUG$ / kg ) or phosphate buffered saline ."The mice were given a diet with	0
0	In clinical trials @DRUG$ has proven to be at least @DRUG$ effective as the ACE inhibitor enalapril in reducing BP, but with a significantly lower incidence of side effects.	In clinical trials @DRUG$ has proven to be at least @DRUG$ effective as the i inhibitor enalapril in lose weight BP , but with a significantly broken incidence of side effects .	effects clinical trials @DRUG$ has proven to be side least @DRUG$ effective as the ACE inhibitor enalapril in reducing BP , at with a significantly lower incidence of but In .	In clinical trials @DRUG$ has proven to be at least @DRUG$ effective as the ACE inhibitor in reducing BP , but with a lower incidence of side effects	@DRUG$ is more effective than @DRUG$ in reducing BP, but with a significantly lower incidence of side effects.	0
0	@DRUG$, a K(@DRUG$) channel opener, alleviates chronic renal injury by targeting podocytes and macrophages.	@DRUG$ , a K( @DRUG$ ) channel opener , alleviates chronic renal injury by targeting podocytes and macrophage .	@DRUG$ , a K( @DRUG$ ) channel opener chronic alleviates , renal injury by targeting podocytes and macrophages .	@DRUG$ , K( @DRUG$ ) channel opener , alleviates chronic renal injury by targeting podocytes and macrophages .	@DRUG$ is a drug that opens up K(@DRUG$) channels, and it alleviates chronic renal injury by targeting podocytes and macrophages.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, @DRUG$, duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, @DRUG$ bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This issue pore on the stick with selection of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , bm - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , work out ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human being ) ; hMaxi -K , human being papillomavirus vaccinum ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven ,  - 1018 ; Lasofoxifene tartrate , brocadopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - 2 b complex , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort evoke , sunitinib malate ; cialis , tanaproget , taxus , @DRUG$ banality , treprostinil atomic number  ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses ; the , selection of drugs : AAV - , , aprepitant - aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan on Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab hydrochloride tositumomab ; clofarabine , Zileuton ; Dalbavancin , darbepoetin alfa ( darifenacin hydrobromide NGFbeta desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride St. 2a , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ; human ) alfa hMaxi -K , Wort papillomavirus vaccine ; Imatinib mesylate , indiplon , irofulven ( i131 ) ciclesonide , iodine , ISS - 1018 ; Lasofoxifene doxorubicin , levodopa / carbidopa / entacapone , liposomal tartrate ; Nemifitide ditriflutate , nesiritide ; Omalizumab , Pegfilgrastim , peginterferon alfa - Ecogramostim , peginterferon ; - 2 b , phVEGF , A165 , pimecrolimus , pramlintide acetate bromide Rasburicase , rimonabant hydrochloride ; Satraplatin , ; John's , extract , sunitinib malate , Tadalafil , tanaproget , Taxus , @DRUG$ ; , treprostinil sodium ; Valdecoxib following vardenafil human hydrate ; Ximelagatran ; Cypher .	This issue focuses on following selection of drugs : AAV - NGFbeta aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , duloxetine hydrochloride dutasteride ; Ecogramostim efalizumab , sodium , escitalopram oxalate , eszopiclone ; ; Gefitinib , , ghrelin ( ) ; hMaxi -K , human papillomavirus ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , alfa - 2a , peginterferon alfa - b , phVEGF - A165 , pimecrolimus pramlintide acetate ; Rasburicase , rimonabant hydrochloride , St. John's Wort extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , @DRUG$ bromide , treprostinil sodium , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton	@DRUG$ is a drug that is related to @DRUG$.	0
0	@DRUG$-Cycloserine, an inhibitor of alanine aminotransferase, decreased alanine accumulation by 80% after functional hepatectomy, whereas methionine sulphoximine, an inhibitor of glutamine synthetase, decreased @DRUG$ accumulation by the same amount.	@DRUG$ - cycloserine , an inhibitor of alanine aminotransferase , decreased alanine accumulation by fourscore % after useable hepatectomy , whereas methionine sulphoximine , an inhibitor of glutamine synthetase , decreased @DRUG$ accumulation by the same amount .	@DRUG$ - Cycloserine , an inhibitor of alanine aminotransferase , decreased alanine accumulation by 80 % after functional hepatectomy , whereas methionine an , , inhibitor of glutamine synthetase sulphoximine decreased @DRUG$ accumulation by the same amount .	@DRUG$ - Cycloserine , an inhibitor of alanine aminotransferase , decreased alanine accumulation by 80 % after functional hepatectomy , whereas sulphoximine , an inhibitor of glutamine synthetase , decreased @DRUG$ accumulation by the same amount	@DRUG$ - Cycloserine, an inhibitor of alanine aminotransferase, decreased alanine accumulation by 80% after functional hepatectomy, whereas methionine sulphoximine, an inhibitor of glutamine synthetase, decreased @DRUG$ accumulation by	0
0	Determination of the MICs of triclosan, CHX, @DRUG$, @DRUG$, vancomycin, and metronidazole for microcosm isolates, before and after 5 days of CHXM exposure, showed that CHXM exposure altered the distribution of isolates toward those that were less susceptible to CHX (P < 0.05).	Determination of the MICs of triclosan , CHX , @DRUG$ , @DRUG$ , vancomycin , and flagyl for microcosm isolates , before and after little phoebe days of CHXM pic , showed that CHXM pic alter the distribution of isolates toward those that were le susceptible to CHX ( P < 0.05 ) .	Determination of CHXM < of triclosan , CHX , @DRUG$ , @DRUG$ , vancomycin , 0.05 metronidazole for microcosm , , before and after 5 days of the exposure isolates showed that CHXM exposure altered the distribution of isolates toward those that were less susceptible to CHX ( P MICs and ) .	Determination of the of triclosan , CHX , @DRUG$ @DRUG$ vancomycin , and metronidazole for microcosm , before and 5 days of CHXM exposure , showed that CHXM exposure altered the distribution of isolates toward that were susceptible to CHX ( P < 0.05 ) .	Exposure to CHXM (a combination of triclosan, CHX, and @DRUG$) altered the distribution of isolates so that they were less susceptible to CHX.	1
0	During storage SDZ concentration increased @DRUG$ a result of the deacetylation of @DRUG$-SDZ, whose concentration decreased proportionally.	During storage SDZ tightness increased @DRUG$ a result of the deacetylation of @DRUG$ - SDZ , whose tightness decreased proportionately .	During storage SDZ concentration increased @DRUG$ a result of the deacetylation of @DRUG$ , SDZ - whose concentration decreased proportionally .	During storage concentration increased @DRUG$ a result the deacetylation of @DRUG$ - SDZ , whose concentration decreased proportionally .	As @DRUG$ is stored, it gradually deacetylates to form SDZ. The concentration of SDZ then increases, while the concentration of DRUGA decreases.	1
0	Veratridine causes deplorization of excitable cells and produces marked elevation of @DRUG$ 3',5'-monophosphate (cyclic @DRUG$) and guanosine 3',5'-monophosphate (cyclic GMP) levels in incubated slices of mouse cerebral cortex.	Veratridine causes deplorization of excitable cellular phone and produce marked elevation of @DRUG$ trinity ',5 ' - monophosphate ( cyclic @DRUG$ ) and guanosine trinity ' ,5 ' - monophosphate ( cyclic GMP ) levels in incubated slice up of mouse cerebral cortex .	Veratridine causes deplorization of of cells and in ( elevation excitable @DRUG$ 3 ',5 ' - monophosphate ( cyclic @DRUG$ ) and guanosine 3 ' ,5 ' - monophosphate marked cyclic GMP ) produces levels incubated slices of mouse cerebral cortex .	Veratridine causes deplorization of excitable cells and produces marked elevation of @DRUG$ 3 ',5 ' monophosphate ( cyclic @DRUG$ ) and guanosine 3 ' ,5 ' - monophosphate ( GMP ) levels in incubated slices of mouse cortex .	Veratridine causes an increase in the levels of @DRUG$ 3 ',5 ' - monophosphate ( cyclic @DRUG$ ) and guanosine 3 ' ,5 ' - monophosphate ( cyclic GMP ) in incubated slices of mouse cerebral cortex .	0
1	Similarly to @DRUG$, TA did not appreciably block brain 5-HT uptake; unlike DMI, TA did potentiate central @DRUG$ activity at high doses.	Similarly to @DRUG$ , TA did not appreciably block brain  - HT uptake ; unlike DMI , TA did potentiate central @DRUG$ activity at senior high school doses .	Similarly , @DRUG$ to TA did not appreciably block brain 5 - HT uptake ; high DMI , TA did potentiate central @DRUG$ activity at unlike doses .	Similarly to @DRUG$ , TA did not appreciably block brain 5 HT uptake ; unlike DMI , TA did potentiate central @DRUG$ activity at high doses .	@DRUG$ does not appreciably block brain 5 - HT uptake, while @DRUG$ does potentiate central DRUGA activity at high doses.	0
0	6-Amino-2-pentylthiobenzothiazole was found to be an efficient specific inhibitor of the transformation of the yeast form of C. albicans to its mycelial one, IC95(M) being 10 @DRUG$/@DRUG$, which was a concentration 25 times lower than MICY+M.	6 - Amino-2 - pentylthiobenzothiazole was obtain to be an effective specific inhibitor of the translation of the yeast form of C. albicans to its mycelial one , IC95 ( M ) being 10 @DRUG$ / @DRUG$ , which was a engrossment 25 times lower than MICY +M.	6 - MICY - pentylthiobenzothiazole was found to be an efficient specific inhibitor of the transformation of the yeast form of C. albicans a its mycelial one , IC95 ( M ) being concentration @DRUG$ / @DRUG$ , which was 25 10 to times lower than Amino-2 +M.	6 - Amino-2 - pentylthiobenzothiazole was found to be an efficient inhibitor of the transformation of yeast form of C. albicans to its mycelial one , IC95 ( M ) being 10 @DRUG$ / @DRUG$ , which was a concentration 25 than MICY +M.	6 - Amino-2 - pentylthiobenzothiazole was found to be an efficient specific inhibitor of the transformation of the yeast form of C. albicans to its mycelial one , IC95 ( M ) being 10 @DRUG$ / @DRUG$ , which	0
0	The ingestion of 3 g @DRUG$/day is in the long term likely to be @DRUG$ effective at raising tissue levels as this higher dose.	The ingestion of 3 g @DRUG$ / day is in the long term likely to be @DRUG$ effective at raising tissue levels as this mellow venereal infection .	The ingestion of 3 g @DRUG$ / raising is this the long term likely to be @DRUG$ effective at day tissue levels as in higher dose .	The ingestion of 3 g @DRUG$ / day is in the long term likely to be @DRUG$ effective at raising tissue levels as this higher dose .	The ingestion of 3 g @DRUG$ / day is likely to be effective at raising tissue levels as this higher dose .	1
0	The objective of this study was to determine vitamin E status by using plasma @DRUG$/total lipid ratio (E/@DRUG$) in children with cholestasis during supplementation with 20 IU/kg/day and 100 IU/kg/day of oral vitamin E capsule, and 50 IU/kg/day of cold water soluble form (CWSIF) of vitamin E. METHOD: Children with cholestasis who were being supplemented with 20 IU/kg/day of oral vitamin E capsule (dl-alpha-tocopherol) were enrolled into this study.	The aim of this study was to make up ones mind vitamin E position by using plasma @DRUG$ / tot lipid ratio ( E / @DRUG$ ) in fry with cholestasis during supplementation with 20 IU / kg / day and  IU / kg / day of oral examination vitamin E capsule , and 50 IU / kg / day of cold water soluble form ( CWSIF ) of vitamin E. METHOD : Children with cholestasis who were being add on with 20 IU / kg / day of oral examination vitamin E capsule ( dl-alpha-tocopherol ) were enrol into this study .	of objective of and E was to / vitamin E status by using plasma @DRUG$ / total lipid ratio ( E / @DRUG$ ) in children with cholestasis during supplementation with 20 IU determine kg / day this 100 IU / kg were day of oral vitamin study capsule enrolled and 50 IU / kg / day of cold water soluble form ( CWSIF ) The vitamin E. E : Children with cholestasis who / being supplemented with 20 IU / kg / day of oral study METHOD capsule ( dl-alpha-tocopherol ) were , into this vitamin .	The objective of this study was to determine vitamin E status by using plasma @DRUG$ / lipid ratio ( E @DRUG$ ) children with cholestasis during supplementation with 20 IU / kg / day and 100 IU / kg / day of oral vitamin E and 50 IU / kg / day of cold water soluble form ( CWSIF ) of vitamin E. METHOD Children with cholestasis who were being supplemented with 20 IU kg / day of oral vitamin E capsule ( dl-alpha-tocopherol ) were enrolled into study .	The objective of this study was to determine vitamin E status by using plasma @DRUG$ / total lipid ratio ( E / @DRUG$ ) in children with cholestasis during supplementation with 20 IU / kg / day and 100 IU / kg / day of oral vitamin E capsule , and 50 IU	0
0	In the large, randomised, multicentre INVEST (INternational @DRUG$ SR/trandolapril STudy), a verapamil SR-based treatment strategy that included trandolapril in most patients was @DRUG$ effective as an atenolol-based treatment strategy in reducing the risk of the primary outcome (first occurrence of death [all-cause], nonfatal myocardial infarction [MI] or nonfatal stroke) in patients with hypertension and coronary artery disease (CAD) and was as well tolerated.	In the large , randomised , multicentre INVEST ( outside @DRUG$ SR / mavik STudy ) , a verapamil SR - base treatment strategy that included mavik in most patients was @DRUG$ effective as an atenolol - base treatment strategy in dilute the risk of the primary winding effect ( first occurrence of decease [ all - cause ] , nonfatal myocardial infarction [ geographical mile ] or nonfatal stroke ) in patients with hypertension and coronary artery disease ( CAD ) and was as well tolerated .	In the large , ) , ] INVEST ( INternational @DRUG$ SR / that STudy ) , a verapamil SR - based artery strategy trandolapril included trandolapril in most patients was @DRUG$ effective as an atenolol - reducing treatment strategy in based the risk of the primary outcome ( first - of death [ all occurrence cause ] , nonfatal myocardial infarction [ MI multicentre or nonfatal stroke randomised in patients with hypertension coronary and treatment disease ( CAD ) and was as well tolerated .	In the large , , multicentre INVEST ( INternational @DRUG$ SR / trandolapril STudy ) , a verapamil SR - based treatment strategy that included trandolapril in most patients was @DRUG$ effective as an atenolol - based strategy in reducing the risk of the outcome ( first occurrence [ - cause ] , nonfatal myocardial [ MI ] or stroke ) in patients with hypertension and coronary ( CAD ) and was as well tolerated .	In the large study, a verapamil SR-based treatment strategy that included trandolapril in most patients was effective as an atenolol-based treatment strategy in reducing the risk of the primary outcome (first occurrence of death [all-cause], nonfatal myocard	1
0	RESULTS: Among 2048 patients evaluable for efficacy, the rate of venous thromboembolism was 4.6 per cent (47 of 1027) with fondaparinux compared with 6.1 per cent (62 of 1021) with dalteparin, a relative risk reduction of 24.6 (95 per cent confidence interval -9.0 to 47.9) per cent (P = 0.144), which @DRUG$ the predetermined criterion for non-inferiority of @DRUG$.	RESULTS : Among 2048 patients evaluable for efficaciousness , the rate of venous thromboembolism was 4.6 per centime ( forty seven of 1027 ) with fondaparinux equate with 6.1 per centime (  of 1021 ) with dalteparin , a relative peril reduction of 24.6 ( 95 per centime confidence musical interval - 9.0 to 47.9 ) per centime ( P = 0.144 ) , which @DRUG$ the predetermined criterion for non-inferiority of @DRUG$ .	RESULTS : - 2048 6.1 evaluable reduction efficacy , the rate of ) thromboembolism was 4.6 per of 62 47 of 1027 ) with fondaparinux cent with patients per cent ( ( compared 1021 venous with dalteparin , a relative risk for of 24.6 ( 95 per cent confidence interval Among 9.0 to 47.9 ) per cent ( P = 0.144 ) , which @DRUG$ the predetermined criterion for non-inferiority of @DRUG$ .	RESULTS : Among 2048 patients evaluable for efficacy , the rate of venous thromboembolism was 4.6 per ( 47 of 1027 ) with fondaparinux compared with 6.1 per cent ( of 1021 ) with dalteparin , a relative risk reduction 24.6 ( 95 per cent interval - 9.0 to 47.9 ) per cent ( P = 0.144 ) , which @DRUG$ the predetermined criterion for non-inferiority of @DRUG$ .	The rate of venous thromboembolism was 4.6 per cent ( 47 of 1027 ) with fondaparinux compared with 6.1 per cent ( 62 of 1021 ) with dalteparin , a relative risk reduction of 24.6 ( 95 per cent confidence	1
0	Insulin aspart or regular human insulin should be treated to <140 @DRUG$/dl postprandial and @DRUG$ should be treated to <110 mg/dl in the morning (fasting) after a previous dose titration of insulin aspart or regular human insulin over 6 months of treatment.	Insulin aspart or fixture human insulin should be treated to < 140 @DRUG$ / decilitre postprandial and @DRUG$ should be treated to < one hundred ten magnesium / decilitre in the morning ( fasting ) after a previous dose titration of insulin aspart or fixture human insulin over 6 months of handling .	Insulin aspart or regular human insulin should titration treated to < 140 @DRUG$ / morning postprandial to @DRUG$ should be treated and < 110 mg / dl in the over ( fasting ) of a previous dose be of insulin aspart or regular human insulin dl 6 months after treatment .	Insulin aspart or regular human insulin should be treated to < 140 @DRUG$ / dl postprandial and @DRUG$ should be treated to < 110 mg dl the morning fasting ) after a previous dose titration of insulin aspart or regular human insulin over 6 months of treatment .	Insulin aspart or regular human insulin should be treated to < 140 @DRUG$ / dl postprandial and @DRUG$ should be treated to < 110 mg / dl in the morning ( fasting ) after a previous dose titration of insulin aspart or regular human insulin over 6	0
0	Ocularly, levobunolol is as effective and as safe @DRUG$ topical @DRUG$ for the long-term treatment of elevated IOP.	Ocularly , levobunolol is as effective and as safety @DRUG$ topical @DRUG$ for the long-term discourse of elevated IOP .	Ocularly , levobunolol is as effective and elevated the @DRUG$ topical @DRUG$ for safe long-term treatment of as IOP .	Ocularly , levobunolol as effective and as @DRUG$ topical @DRUG$ for the long-term treatment of elevated IOP .	Levobunolol is just as effective and safe as any other drug when used topically to treat elevated IOP.	1
0	Dogs in each of the treatment groups received an NSAID (tepoxalin, 10 mg/kg, PO, q 24 h; carprofen, 2.2 mg/kg, PO, @DRUG$ 12 h; or meloxicam, 0.2 @DRUG$/kg, PO, q 24 h) on days 0 and 1.	Dogs in each of the treatment groups take in an nonsteroidal anti inflammatory ( tepoxalin , 10 mg / kg , PO , q 24 h ; carprofen , 2.2 mg / kg , PO , @DRUG$  h ; or meloxicam , 0.2 @DRUG$ / kg , PO , q 24 h ) on days cipher and one .	Dogs in each of the treatment groups received , NSAID ( tepoxalin , 10 mg / kg mg PO , q 24 , ; carprofen , h , / kg , PO , @DRUG$ 12 h ; or meloxicam , 0.2 @DRUG$ / kg an PO h q 24 2.2 ) on days 0 and 1 .	Dogs in each of groups received an ( tepoxalin , 10 mg / kg , PO , q h ; carprofen , 2.2 mg / kg , PO , @DRUG$ 12 h ; or meloxicam 0.2 @DRUG$ / kg , PO q 24 h ) on 0 and 1 .	Dogs in each of the treatment groups received an NSAID ( tepoxalin , 10 mg / kg , PO , q 24 h ; carprofen , 2.2 mg / kg , PO , @DRUG$ 12 h ; or meloxicam , 0.2 @DRUG$ /	0
0	The present review further details the potential role of second messengers like @DRUG$ (Ca2+) / calmodulin-dependent protein kinase (CaMKII), nitric oxide synthase, cytokines, arachidonic acid metabolites, @DRUG$ releasing factor, fos and src kinases in causing opioid withdrawal syndrome.	The present brushup further details the potential role of second messengers wish @DRUG$ ( Ca2 + ) / calmodulin-dependent protein kinase ( CaMKII ) , nitric oxide synthase , cytokines , arachidonic acid metabolites , @DRUG$ publish factor , fos and src kinases in causing opioid coitus interruptus syndrome .	calmodulin-dependent present review further details the potential role of + messengers like @DRUG$ , Ca2 second ) / The protein kinase ( , ) , nitric oxide synthase , cytokines ( arachidonic acid metabolites , @DRUG$ releasing factor CaMKII fos and src kinases in causing opioid withdrawal syndrome .	The present review further details the potential role of second messengers like @DRUG$ ( Ca2 + ) calmodulin-dependent protein ( CaMKII ) nitric oxide synthase cytokines , arachidonic acid metabolites , @DRUG$ releasing factor , and src kinases in causing opioid syndrome .	@DRUG$ ( Ca2 + ) / calmodulin-dependent protein kinase ( CaMKII ) , nitric oxide synthase , cytokines , arachidonic acid metabolites , @DRUG$ releasing factor , fos and src kinases can all cause opioid withdrawal syndrome.	0
0	Influence of phytostanol phosphoryl @DRUG$ (FM-VP4) on insulin resistance, hyperglycemia, plasma lipid levels, and gastrointestinal absorption of exogenous @DRUG$ in Zucker (fa/fa) fatty and lean rats.	Influence of phytostanol phosphoryl @DRUG$ ( fermium - VP4 ) on insulin resistance , hyperglycaemia , plasma lipid levels , and gastrointestinal absorption of exogenous @DRUG$ in Zucker ( fa / fa ) fat person and lean rats .	Influence fa phytostanol phosphoryl @DRUG$ ( ) - VP4 FM on insulin resistance , hyperglycemia of plasma lipid levels , and gastrointestinal absorption of exogenous @DRUG$ in Zucker ( , / fa ) fatty and lean rats .	Influence of phosphoryl @DRUG$ FM - VP4 ) on insulin resistance , hyperglycemia , plasma lipid levels , and gastrointestinal absorption of exogenous @DRUG$ Zucker ( fa / fa ) fatty lean rats .	The influence of phytostanol phosphoryl @DRUG$ on insulin resistance, hyperglycemia, plasma lipid levels, and gastrointestinal absorption of exogenous @DRUG$ in Zucker (fa/fa) fatty and lean rats.	0
0	The main pharmacokinetic properties with the test and reference formulations were as follows: C(max), 417.4 (107.6) and 414.8 (95.1) ng/mL, respectively (P = NS); median (range) T(max), 0.63 (0.25-1.0) and 0.75 (0.5-1.5) hours (P = 0.035); AUC(0-t), 2033.6 (564.9) and 1992.0 (483.3) ng/mL/h (P = NS); AUC(0-infinity), 2285.4 (597.7) and 2215.2 (604.0) @DRUG$/mL/h (P = NS); and t(1/2), 6.9 (4.2) and 6.1 (5.2) hours (@DRUG$ = NS).	The principal pharmacokinetic place with the try out and cite conceptualisation were as follows : C( grievous bodily harm ) , 417.4 ( 107.6 ) and 414.8 ( 95.1 ) nanogram / cubic centimeter , severally ( P = north ) ; median ( range ) T( grievous bodily harm ) , 0.63 ( 0.25 - 1.0 ) and 0.75 ( 0.5 - 1.5 ) hours ( P = 0.035 ) ; auc ( 0-t ) , 2033.6 ( 564.9 ) and 1992.0 ( 483.3 ) nanogram / mL/h ( P = north ) ; auc ( zero - eternity ) , 2285.4 ( 597.7 ) and 2215.2 ( 604.0 ) @DRUG$ / mL/h ( P = north ) ; and t ( 1/2 ) , 6.9 ( 4.2 ) and 6.1 ( 5.2 ) hours ( @DRUG$ = north ) .	The main pharmacokinetic properties with the ( and reference formulations were as 597.7 : C( max ) , 417.4 ( 107.6 ( and 414.8 ( max ) , / mL , hours ) ng = NS ) ; median test range ) T( ( AUC , 0.63 ( 0.25 - 1.0 ) and 0.75 ( 0.5 - 1.5 ) - ( P = 0.035 ) ; AUC ( 0-t ) ng respectively 95.1 564.9 ) and 1992.0 ( 483.3 ) P / mL/h ( P = NS ) ; ) ( 0 2033.6 infinity ) , 2285.4 1/2 follows , and 2215.2 ( 604.0 ) @DRUG$ / mL/h ( P = NS ) ; and t ( ( ) ) 6.9 ( 4.2 ) and 6.1 ( 5.2 ) hours ( @DRUG$ = NS ) .	pharmacokinetic properties with the test and formulations were follows : C( max ) , 417.4 ( 107.6 ) 414.8 95.1 ) ng / mL , respectively ( P = NS ) ; median ( range T( max ) , 0.63 ( 0.25 - 1.0 ) and ( 0.5 - 1.5 hours ( P = 0.035 ) ; AUC ( 0-t ) , 2033.6 ( 564.9 ) and 1992.0 ( 483.3 ) ng / mL/h ( P = NS ) ; AUC ( 0 - infinity ) , 2285.4 ( 597.7 ) and 2215.2 ( 604.0 ) @DRUG$ / ( P = NS and t ( 1/2 ) , 6.9 ( 4.2 ) and 6.1 ( ) hours ( @DRUG$ = NS ) .	The main pharmacokinetic properties with the test and reference formulations were as follows : C( max ) , 417.4 ( 107.6 ) and 414.8 ( 95.1 ) ng / mL, respectively ( P = NS ) ; median ( range ) T( max ) , 0.	1
1	Based on these characterization studies, including C-11 labeled desipramine (DMI), 2-hydroxydesipramine (HDMI), @DRUG$, talsupram, nisoxetine (Nis), oxaprotiline (Oxap), lortalamine (Lort) and C-11 and F-18 derivatives of reboxetine (RB), methylreboxetine (MRB) and their individual (R, R) and (S, S) enantiomers, in conjunction with studies with radiolabeled 4-iodo-tomoxetine and 2-iodo-@DRUG$, we have identified the superiority of (S, S)-[(11)C]MRB and the suitability of the MRB analogs as potential NET ligands for PET.	establish on these delineation studies , including C-11 labeled desipramine ( DMI ) , 2-hydroxydesipramine ( HDMI ) , @DRUG$ , talsupram , nisoxetine ( ni ) , oxaprotiline ( Oxap ) , lortalamine ( Lort ) and C-11 and degree fahrenheit -18 derivatives of edronax ( RB ) , methylreboxetine ( MRB ) and their individual ( R , R ) and ( sec , sec ) enantiomer , in colligation with studies with radiolabeled tetrad - iodo - tomoxetine and 2 - iodo - @DRUG$ , we have identified the superiority of ( sec , sec ) - [ ( xi ) C ] MRB and the suitableness of the MRB analogs as potential NET ligand for PET .	Based on these characterization studies ) including C-11 labeled desipramine F DMI , , 2-hydroxydesipramine ( HDMI ) , @DRUG$ ( talsupram , nisoxetine ( Nis ( , oxaprotiline ( Oxap ) , lortalamine ) Lort ) and C-11 and , -18 derivatives of reboxetine ( RB ) , methylreboxetine the MRB ) and their , ( R , R ) and ( S , S ) enantiomers , S conjunction with studies with radiolabeled 4 - iodo - tomoxetine and 2 - iodo - @DRUG$ individual ( have identified the superiority of ( S the in ) MRB NET ( 11 ) C ] MRB and [ suitability of , - analogs as potential we ligands for PET .	Based on these characterization studies , including C-11 labeled desipramine ( DMI ) 2-hydroxydesipramine ( HDMI ) , @DRUG$ , talsupram , nisoxetine ( Nis ) , oxaprotiline ( Oxap ) , lortalamine ( Lort ) and C-11 F -18 derivatives of ( RB ) , methylreboxetine ( MRB ) and their individual ( R , R ) and ( S , S ) enantiomers , in with studies with radiolabeled - iodo - and 2 iodo - @DRUG$ , we have identified the superiority of ( S , S ) - [ ( 11 ) C ] and the suitability of MRB analogs as ligands for .	Based on these characterization studies, including C-11 labeled desipramine (DMI), 2-hydroxydesipramine (HDMI), @DRUG$, talsupram, nisoxetine (Nis), oxaprotiline (Oxap), l	1
0	For the PCOS patients with IR, obesity or high @DRUG$/FSH ratio, @DRUG$ combines with metformin maybe more effective than use DRSP alone.	For the PCOS patients with IR , obesity or gamey @DRUG$ / FSH ratio , @DRUG$ combines with metformin maybe more effective than use DRSP unique .	metformin the PCOS patients with IR , obesity or high @DRUG$ / with ratio , @DRUG$ combines FSH For maybe more effective than use DRSP alone .	For the PCOS patients with IR , obesity or high @DRUG$ / FSH ratio , @DRUG$ combines with metformin maybe more effective than use DRSP alone .	For the PCOS patients with IR , obesity or high @DRUG$ / FSH ratio , @DRUG$ may be more effective than metformin alone .	0
0	The PRL increase after TRH only also was lower (47.2 +/- 6.8 micrograms/@DRUG$) than the PRL response after @DRUG$-TRH.	The PRL increment after TRH only too was lower ( 47.2 +/- 6.8 micrograms / @DRUG$ ) than the PRL response after @DRUG$ - TRH .	The PRL increase after TRH only also was lower ( 47.2 +/- 6.8 micrograms / @DRUG$ ) - than PRL response after @DRUG$ the TRH .	The PRL increase TRH only also was lower 47.2 +/- 6.8 micrograms / @DRUG$ ) than the response after @DRUG$ - TRH .	The PRL increase after TRH only also was lower ( 47.2 +/- 6.8 micrograms / @DRUG$ ) than the PRL response after @DRUG$ - TRH ."In other words, the PRL increase after TRH only was lower when DRUGA	0
0	Here, we report a thermodynamic and computational characterization of the binding mode of @DRUG$ and benserazide, two therapeutic agents co-administered in the treatment of Parkinson's disease, to @DRUG$ (HSA).	Here , we report a thermodynamic and computational characterisation of the bandaging mode of @DRUG$ and benserazide , deuce therapeutic agents co-administered in the treatment of Parkinson 's disease , to @DRUG$ ( HSA ) .	Here , we report a thermodynamic and computational disease of the , mode the @DRUG$ and benserazide binding two therapeutic agents co-administered in of treatment of Parkinson 's characterization , to @DRUG$ ( HSA ) .	Here , we report a thermodynamic and computational of the binding mode of @DRUG$ and benserazide , two therapeutic agents co-administered in the treatment of Parkinson 's disease , @DRUG$ ( HSA )	We found that @DRUG$ and benserazide bind to @DRUG$ in a way that is thermodynamically favorable and that can be computationally predicted.	0
0	BACKGROUND/AIMS: @DRUG$ (LTG) is a popular modern antiepileptic drug (AED), however, its mechanism of action has yet to be fully understood, @DRUG$ it is known to modulate many members of several ion channel families.	BACKGROUND / AIMS : @DRUG$ ( LTG ) is a popular modern antiepileptic drug ( AED ) , however , its mechanism of action has heretofore to be full understood , @DRUG$ it is known to modulate many fellow member of several ion channel kinsperson .	BACKGROUND / AIMS : @DRUG$ ( LTG fully is channel popular modern ) drug ( AED ) , however , its mechanism of action has , to be antiepileptic understood yet @DRUG$ it is known to modulate many members of several ion a families .	BACKGROUND / AIMS : @DRUG$ ( LTG ) is a popular modern antiepileptic drug ( AED ) , , its mechanism of action has yet to be fully understood , @DRUG$ it is known to modulate many members of several ion channel families .	@DRUG$ is a popular modern antiepileptic drug, however, its mechanism of action has yet to be fully understood. @DRUG$ is known to modulate many members of several ion channel families.	0
0	The decisions were driven by a model of the likely clinical profile of gemcabene in comparison with its competitors, such @DRUG$ 3-hydroxymethylglutaryl coenzyme A reductase inhibitors (statins), the cholesterol absorption inhibitor @DRUG$, and their combination.	The conclusion were driven by a model of the likely clinical profile of gemcabene in comparability with its competitors , such @DRUG$ 3-hydroxymethylglutaryl coenzyme A reductase inhibitor ( statins ) , the cholesterin absorption inhibitor @DRUG$ , and their combination .	The decisions were with by a model of the ) clinical profile of ( in comparison likely its competitors , such @DRUG$ 3-hydroxymethylglutaryl coenzyme A reductase inhibitors gemcabene statins driven , the cholesterol absorption inhibitor @DRUG$ , and their combination .	The decisions were driven by a model of the likely clinical profile of in comparison with its competitors , such @DRUG$ 3-hydroxymethylglutaryl coenzyme reductase inhibitors ( ) , the cholesterol absorption inhibitor @DRUG$ , and their combination .	The decisions were driven by a model of the likely clinical profile of gemcabene in comparison with its competitors, such as statins, the cholesterol absorption inhibitor, and their combination.	1
0	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, alanine aminotransferase, aspartate aminotransferase, blood urea nitrogen, @DRUG$, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc, and glucose metabolism parameters (insulin sensitivity, glucose effectiveness, and acute insulin response) from frequently sampled intravenous @DRUG$ tolerance test after indapamide or placebo therapy.	There were no changes in biochemical data including serum sodium , potassium , chloride , uric acid , alanine aminotransferase , aspartate aminotransferase , blood carbamide n , @DRUG$ , lipid profiles , fasting blood glucose , insulin , hb Alc , and glucose metabolic process parameters ( insulin sensibility , glucose effectiveness , and acute insulin answer ) from frequently try out intravenous @DRUG$ tolerance test after indapamide or placebo therapy .	There were no changes in biochemical data including serum sodium lipid potassium aspartate metabolism , uric acid , alanine aminotransferase hemoglobin glucose aminotransferase , blood urea nitrogen , @DRUG$ , , profiles , fasting blood , , insulin , , and , and glucose chloride parameters ( insulin sensitivity , glucose , effectiveness Alc acute insulin response ) from frequently sampled intravenous @DRUG$ tolerance test after indapamide or placebo therapy .	There were no changes in data including serum sodium , potassium , uric acid alanine aminotransferase , aspartate aminotransferase , blood urea nitrogen , @DRUG$ , lipid profiles , fasting blood glucose , insulin , hemoglobin Alc , and glucose metabolism parameters ( insulin sensitivity , effectiveness , and acute insulin response ) from frequently sampled intravenous @DRUG$ tolerance test after or placebo therapy .	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, alanine aminotransferase, aspartate aminotransferase, blood urea nitrogen, @DRUG$, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc	1
1	@DRUG$ combines the high therapeutic potency of oxicams with an improved gastrointestinal toxicity profile as compared to @DRUG$, for example.	@DRUG$ combines the in high spirits therapeutic potency of oxicams with an improve gastrointestinal toxicity profile as compared to @DRUG$ , for example .	@DRUG$ combines an high therapeutic potency of , with the improved gastrointestinal toxicity profile as compared to @DRUG$ oxicams for example .	@DRUG$ combines the high potency of oxicams with an improved gastrointestinal profile as compared @DRUG$ , for example .	@DRUG$ is more effective than @DRUG$, but also has a better gastrointestinal toxicity profile.	0
1	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, @DRUG$, nadolol, metoprolol, amitriptyline, gabapentin, candesartan, butterbur, riboflavin, coenzyme Q10, and magnesium citrate) and 6 received a weak recommendation (divalproex sodium, flunarizine, @DRUG$, venlafaxine, verapamil, and lisinopril).	free base on our review , 11 prophylactic drugs received a substantial recommendation for use ( topiramate , @DRUG$ , nadolol , lopressor , amitriptyline , gabapentin , candesartan , butterbur , vitamin b , coenzyme Q10 , and mg citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , @DRUG$ , venlafaxine , isoptin , and lisinopril ) .	Based verapamil our review , 11 prophylactic drugs received a strong recommendation for use ( topiramate , @DRUG$ , nadolol , on , amitriptyline , gabapentin , candesartan , venlafaxine , riboflavin , coenzyme Q10 , and metoprolol citrate ) and 6 received a weak recommendation lisinopril divalproex sodium , flunarizine , @DRUG$ , butterbur , magnesium , and ( ) .	Based on review , 11 prophylactic received a strong recommendation for topiramate , @DRUG$ , nadolol , metoprolol , amitriptyline , , candesartan , riboflavin , coenzyme Q10 , and magnesium citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , @DRUG$ , venlafaxine , verapamil , and lisinopril )	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, @DRUG$, nadolol, metoprolol, amitriptyline, gabapentin, candesartan, butterbur, riboflavin,	1
0	The physiologically derived model explains and predicts the relationship between renal clearance and urine flow for a broad spectrum of compounds (i.e., butabarbital, chloramphenicol, creatinine, @DRUG$, @DRUG$, and urea) for which appropriate data are available.	The physiologically derived posture explains and predicts the relationship between nephritic clearance and water flow for a all encompassing spectrum of compounds ( i.e. , butabarbital , chloramphenicol , creatinine , @DRUG$ , @DRUG$ , and urea ) for which appropriate data are available .	The physiologically derived model explains and available the relationship renal between clearance and urine flow for a broad spectrum of compounds ( i.e. , butabarbital , chloramphenicol , creatinine , @DRUG$ , @DRUG$ , and urea ) for predicts appropriate data are which .	The derived model explains and predicts the relationship between renal and urine flow for a spectrum of compounds ( i.e. , butabarbital chloramphenicol , creatinine , @DRUG$ , @DRUG$ , and urea ) for which appropriate data are available .	The physiologically derived model explains and predicts the relationship between renal clearance and urine flow for a broad spectrum of compounds (e.g., butabarbital, chloramphenicol, creatinine, @DRUG$, @DRUG$, and urea) for which appropriate data are available.	0
0	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (@DRUG$), 4-arsanilic acid (p-ASA), 4-hydroxyphenylarsonic acid (4-OH), @DRUG$, Roxarsone and two inorganic arsenic species, arsenate As(v) and arsenite As(iii), could be detected by their typical m/z and collision induced dissociation (CID) behavior respectively.	Each white arsenic species in this examine , admit monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( @DRUG$ ) , quaternion - arsanilic acid ( p- ASA ) , 4- hydroxyphenylarsonic acid ( quaternion - oh ) , @DRUG$ , Roxarsone and deuce inorganic white arsenic species , arsenate As ( v ) and arsenite As ( iii ) , could be detected by their typical m/z and collision induced disassociation ( cid ) behavior respectively .	Each arsenic species in this study , including monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ) AsB ( , arsenocholine ( @DRUG$ ) , 4 - arsanilic acid ( , arsenate species , 4- hydroxyphenylarsonic acid ) 4 OH - ) , @DRUG$ , Roxarsone and two inorganic arsenic ) p- ASA As ( respectively ) and arsenite As ( iii ( , could be detected by their typical m/z and collision induced dissociation ( CID ) behavior v .	Each arsenic species in this study including monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( @DRUG$ ) , 4 - arsanilic acid p- ASA ) , 4- hydroxyphenylarsonic acid ( 4 OH , @DRUG$ , Roxarsone and two inorganic arsenic species , arsenate As ( ) and arsenite As ( iii ) , could be detected by their typical m/z collision induced dissociation CID ) behavior respectively .	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (@DRUG$), 4-arsanilic acid (p-ASA), 4-hydrox	1
1	Forty alcohol abusers (with a history of long-time @DRUG$ addiction and mean daily use over 360 grams of alcohol) were treated with tiapride or @DRUG$ when stopped their overdrinking.	twoscore alcohol abusers ( with a history of long- time @DRUG$ addiction and mean daily habituate over 360 gramme of alcohol ) were treated with tiapride or @DRUG$ when stopped their overdrinking .	Forty alcohol abusers use with of history a long- of @DRUG$ addiction and mean daily ( over 360 grams time alcohol ) were treated with tiapride or @DRUG$ when stopped their overdrinking .	alcohol abusers ( with a history of long- @DRUG$ addiction and daily use over 360 grams were treated with tiapride or @DRUG$ when stopped their overdrinking .	Forty alcohol abusers were treated with tiapride or @DRUG$ when stopped their overdrinking.	1
0	The present study evaluated the effect of benzonatate 200mg (B), @DRUG$ 600 mg (G), their combination (B+G), and placebo (@DRUG$) on capsaicin-induced cough in 30 adult nonsmokers with acute URI.	The present study evaluated the effect of benzonatate 200 magnesium ( bacillus ) , @DRUG$ 600 magnesium ( G ) , their combining ( B+ G ) , and placebo ( @DRUG$ ) on capsaicin-induced cough in 30 fully grown nonsmokers with acute URI .	The on study evaluated the effect of benzonatate 200 mg ( B ) , @DRUG$ 600 mg ( ( B+ , their combination G ) G ) , and placebo acute @DRUG$ ) present capsaicin-induced cough in 30 adult nonsmokers with ( URI .	The present study evaluated the effect of benzonatate 200 mg ( B , @DRUG$ mg ( G ) , their ( G ) , and placebo ( @DRUG$ ) capsaicin-induced cough in 30 adult nonsmokers with acute URI .	The present study evaluated the effect of benzonatate 200 mg ( B ) , @DRUG$ 600 mg ( G ) , their combination ( B+ G ) , and placebo ( @DRUG$ ) on capsaicin-induced cough in 30 adult nonsmokers with acute URI .	0
1	Phenanthrene opioids with an oxygen bridge between C4 and C5, such as @DRUG$ and naloxone (group I), did not block norepinephrine or serotonin uptake, whereas phenanthrene opioids without the oxygen bridge and the C6-OH moiety, such as @DRUG$ and levomethorphan (group II), did inhibit uptake, as did nonphenanthrene opioids, such as d-propoxyphene and methadone (group III).	Phenanthrene opioids with an atomic number  bridge between C4 and C5 , such as @DRUG$ and naloxone ( group I ) , did not block noradrenaline or serotonin consumption , whereas phenanthrene opioids without the atomic number  bridge and the C6 - buckeye state moiety , such as @DRUG$ and levomethorphan ( group ii ) , did inhibit consumption , as did nonphenanthrene opioids , such as d-propoxyphene and methadon ( group tierce ) .	Phenanthrene opioids with as oxygen bridge between C4 and C5 , ( as @DRUG$ and naloxone ( group I ) , did not block the such serotonin uptake , whereas phenanthrene opioids without the oxygen bridge and norepinephrine C6 - OH moiety uptake or as @DRUG$ and levomethorphan such group II ) , did inhibit , , an did nonphenanthrene opioids , such as d-propoxyphene and methadone ( group III ) .	Phenanthrene opioids with an oxygen bridge between C4 and C5 , such as @DRUG$ and ( group I ) , did not block norepinephrine or serotonin uptake whereas phenanthrene opioids without the oxygen bridge and the C6 - OH moiety , such as @DRUG$ and levomethorphan ( group II ) did inhibit uptake as did nonphenanthrene opioids , such as d-propoxyphene and methadone ( group III ) .	Group I phenanthrene opioids, such as @DRUG$ and naloxone, did not block norepinephrine or serotonin uptake, whereas group II phenanthrene opioids, such as @DRUG$ and levomethorphan, did inhibit uptake, as did nonphenanthrene opioids	0
0	3 (2000) 1301-1306; S.@DRUG$. Fleming, C. Zhu, P.O. Fernagut, A. Mehta, C.D. DiCarlo, R.@DRUG$. Seaman, M.F. Chesselet, Behavioral and immunohistochemical effects of chronic intravenous and subcutaneous infusions of varying doses of rotenone, Exp.	3 ( 2000 ) 1301-1306 ; S.@DRUG$ . Fleming , C. Zhu , po Fernagut , A. Mehta , C.D. DiCarlo , R.@DRUG$ . elizabeth cochrane seaman , M.F. Chesselet , Behavioral and immunohistochemical effects of chronic endovenous and subcutaneous infusions of varying united states department of state of rotenone , Exp .	, ( 2000 ) 1301-1306 ; S.@DRUG$ . Fleming , C. Zhu , P.O. Fernagut , varying Mehta , C.D. DiCarlo , R.@DRUG$ . Seaman , M.F. Chesselet effects Exp and immunohistochemical 3 of chronic intravenous and subcutaneous infusions of A. doses of rotenone , Behavioral .	( 2000 ) 1301-1306 ; S.@DRUG$ . Fleming , C. Zhu , P.O. Fernagut , Mehta , C.D. DiCarlo , R.@DRUG$ . Seaman , M.F. , Behavioral and immunohistochemical effects of intravenous and subcutaneous infusions of varying of rotenone , Exp .	S.@DRUG$ . Fleming , C. Zhu , P.O. Fernagut , A. Mehta , C.D. DiCarlo , R.@DRUG$ . Seaman , M.F. Chesselet , Behavioral and immunohistochemical effects of chronic	0
0	Since the therapeutic dose of salmeterol is very low, it is unlikely that any clinically relevant interactions will be observed @DRUG$ a consequence of the coadministration of salmeterol and other drugs, such as @DRUG$, that are metabolised by CYP3A.	Since the remedy acid of salmeterol is very low , it is unconvincing that any clinically relevant interactions will be observed @DRUG$ a consequence of the coadministration of salmeterol and other do drugs , such as @DRUG$ , that are metabolised by CYP3A .	of the therapeutic dose Since salmeterol is very low that it is will salmeterol any clinically relevant interactions unlikely be observed @DRUG$ a consequence of the coadministration of , and other drugs , such as @DRUG$ , that are metabolised by CYP3A .	Since the therapeutic dose of salmeterol very low , it is unlikely that any clinically relevant interactions will be observed @DRUG$ a consequence of the coadministration of salmeterol and other drugs such as @DRUG$ that are metabolised by CYP3A .	Since the therapeutic dose of salmeterol is very low, it is unlikely that any clinically relevant interactions will be observed as a consequence of the coadministration of salmeterol and other drugs that are metabolised by CYP3A.	1
0	The in vitro receptor binding and monoamine uptake inhibition profiles, comprising 29 receptors and four monoamine uptake systems, revealed that @DRUG$ and @DRUG$ bound primarily, and with the highest affinity thus far reported, to serotonin 5HT2 receptors (Ki values of 0.14 and 0.12 nM, respectively).	The in vitro sensory receptor constipate and monoamine uptake inhibition profiles , comprising 29 receptors and four monoamine uptake systems , revealed that @DRUG$ and @DRUG$ bound primarily , and with the highest affinity thus alir account , to  hydroxytryptamine 5HT2 receptors ( Ki values of 0.14 and 0.12 nM , respectively ) .	revealed Ki vitro receptor binding and monoamine uptake systems , , comprising 29 receptors and four monoamine uptake inhibition , The that @DRUG$ profiles @DRUG$ bound primarily , and with the highest affinity thus far reported , to serotonin 5HT2 receptors ( in values of 0.14 and 0.12 nM and respectively ) .	The in vitro receptor binding and monoamine uptake inhibition profiles , comprising 29 receptors and four monoamine uptake systems , revealed that @DRUG$ and @DRUG$ bound primarily , and with the highest affinity far reported , to serotonin 5HT2 receptors ( Ki values of 0.14 and 0.12 nM , respectively ) .	@DRUG$ and @DRUG$ bind primarily, and with the highest affinity thus far reported, to serotonin 5HT2 receptors.	0
0	RESULTS: Testosterone levels in @DRUG$-T, L-DHEA and L-T/@DRUG$-S groups were respectively 3.19 +/- 0.23 ng/ml, 4.89 +/- 0.45 ng/ml and 3.25 +/- 0.34 g/ml (p < 0.002).	RESULTS : Testosterone degree in @DRUG$-T , L-DHEA and L-T/ @DRUG$ -S groups were respectively 3.19 +/- 0.23 nanogram /ml , 4.89 +/- 0.45 nanogram / millilitre and 3.25 +/- 0.34 g/ml ( p < 0.002 ) .	4.89 : Testosterone levels in @DRUG$-T , L-DHEA and 0.45 @DRUG$ and groups were respectively 3.19 +/- 0.23 ng /ml , RESULTS +/- L-T/ ng / ml -S 3.25 +/- 0.34 g/ml ( p < 0.002 ) .	RESULTS : Testosterone levels in @DRUG$-T , L-DHEA L-T/ @DRUG$ -S groups were respectively 3.19 +/- 0.23 ng /ml , 4.89 +/- 0.45 / ml and 3.25 +/- 0.34 g/ml ( p < ) .	The testosterone levels in the @DRUG$-T group were significantly higher than those in the @DRUG$ -S group.	0
1	Surprisingly, the second generation non-ergot @DRUG$ receptors agonists pramipexole and ropinirole only weakly inhibited binding to D2 receptors (@DRUG$=79.5 and 98.7 microM, respectively using [3H]spiperone).	amazingly , the second generation non-ergot @DRUG$ receptors agonists pramipexole and ropinirole only weakly inhibited binding to D2 receptors ( @DRUG$ =79.5 and 98.7 microM , severally utilise [ 3H ] spiperone ) .	second , the Surprisingly generation non-ergot @DRUG$ receptors agonists weakly and 3H only pramipexole inhibited binding to D2 receptors ( @DRUG$ =79.5 and 98.7 microM , respectively using [ ropinirole ] spiperone ) .	Surprisingly , the second generation @DRUG$ receptors agonists pramipexole and ropinirole only weakly inhibited binding to D2 receptors ( @DRUG$ =79.5 and 98.7 microM , respectively using [ 3H ] spiperone ) .	Surprisingly, the second generation non-ergot @DRUG$ receptors agonists pramipexole and ropinirole only weakly inhibited binding to D2 receptors (@DRUG$ =79.5 and 98.7 microM, respectively using [3H] spiperone).	0
0	INTRODUCTION: Fexofenadine is administered @DRUG$ a racemic mixture of (@DRUG$)- and (S)-enantiomers.	INTRODUCTION : Fexofenadine is administered @DRUG$ a racemic mixture of ( @DRUG$ ) - and ( southward ) - enantiomer .	INTRODUCTION racemic Fexofenadine is administered @DRUG$ a : mixture of ( @DRUG$ - ) and ( S ) - enantiomers .	INTRODUCTION : Fexofenadine is administered @DRUG$ racemic mixture ( @DRUG$ ) and ( ) - enantiomers .	@DRUG$ is a racemic mixture of (@DRUG$) - and (S) - enantiomers.	0
0	Studies in patients undergoing hip surgery have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin, warfarin, dextran 70 and @DRUG$-@DRUG$, while additional data suggest no difference between danaparoid, enoxaparin and dalteparin.	Studies in patients undergoing coxa surgery have shew that danaparoid significantly reduces the incidence of postoperative DVT compare with aspirin , warfarin , dextran lxx and @DRUG$ - @DRUG$ , while additional data suggest no difference between danaparoid , enoxaparin and dalteparin .	Studies in patients undergoing hip surgery have shown that danaparoid significantly reduces the with of postoperative DVT compared incidence aspirin - warfarin , dextran 70 and @DRUG$ , @DRUG$ , while additional between enoxaparin no difference data danaparoid , suggest and dalteparin .	in patients undergoing hip surgery shown that danaparoid significantly reduces the of DVT compared with aspirin , warfarin , dextran and @DRUG$ - @DRUG$ , while data suggest no difference between danaparoid , enoxaparin and dalteparin .	Studies have shown that danaparoid is more effective than aspirin, warfarin, dextran 70, and @DRUG$-@DRUG$ at preventing DVT, while there is no difference between danaparoid, enoxaparin, and dalteparin.	0
0	Shoulder clod weights were greatest (@DRUG$ < 0.001) with 17-d WT from ZH, whereas chuck roll weights were greatest (P = 0.02) at 17 and 24 @DRUG$ of WT.	articulatio humeri clod weights were greatest ( @DRUG$ < 0.001 ) with seventeen -d WT from ZH , whereas be sick roll weights were greatest ( P = 0.02 ) at seventeen and 24 @DRUG$ of WT .	Shoulder clod weights were greatest ( @DRUG$ < 24 ) with 17 -d WT from ZH , 17 chuck roll weights were greatest ( P = 0.02 ) at whereas and 0.001 @DRUG$ of WT .	clod weights were greatest ( @DRUG$ < 0.001 ) with 17 -d WT from ZH whereas chuck roll weights greatest ( P = 0.02 ) at 17 and 24 @DRUG$ of WT	Shoulder clod weights were greater ( @DRUG$ < 0.001 ) with 17 -d WT from ZH , whereas chuck roll weights were greater ( P = 0.02 ) at 17 and 24 @DRUG$ of WT ."In other words, the shoulder clod weights were	0
0	@DRUG$ is excreted into breast @DRUG$ and considered compatible with lactation.	@DRUG$ is excreted into breast @DRUG$ and see compatible with lactation .	@DRUG$ is excreted into breast @DRUG$ and compatible considered with lactation .	@DRUG$ is excreted into @DRUG$ and considered compatible with lactation	@DRUG$ is excreted into breast milk and considered compatible with lactation.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, @DRUG$, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (@DRUG$, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	ampere critical review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble constituent solvents ( polyethylene glycol  , polyethylene glycol four hundred , ethanol , propene glycol , glycerin , N-methyl - ii - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate  , @DRUG$ , Solutol enthalpy  , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of PEG  , four hundred , or 1750 ) , water - insoluble lipids ( @DRUG$ , corn oil colour , cottonseed oil colour , olea europaea oil colour , groundnut oil colour , mentha piperita oil colour , safflower oil colour , benne oil colour , soybean oil colour , hydrogenate vegetable oils , hydrogenate soybean oil colour , and medium- chain of mountains triglycerides of coconut oil colour and palm seed oil colour ) , constituent liquid state / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain of mountains mono- and diglycerides ) , diverse cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenate soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	60 review of ) chain oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents beta-cyclodextrin polyethylene glycol 300 , polyethylene glycol 400 oil ethanol , propylene glycol , glycerin , N-methyl - 2 - triglycerides , dimethylacetamide , and Labrafil ) , non-ionic surfactants ( soybean EL , Cremophor RH 40 , Cremophor RH A distearoylphosphatidylglycerol d-alpha-tocopherol , glycol 1000 various , polysorbate 20 , @DRUG$ , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , dimethylsulfoxide M-1944CS polyethylene Labrafil M-2125CS , Labrasol , hydrogenated 44/14 , Softigen 767 , d-alpha-tocopherol mono- , di-fatty acid , of PEG 300 , 400 , or 1750 commercially , water - insoluble lipids ( @DRUG$ , corn oil , cottonseed oil , olive oil , peanut , , peppermint oil , safflower oil , sesame oil hydrogenated soybean oil , Gellucire vegetable oils and hydrogenated organic oil , and medium- chain pyrrolidone and coconut oil , palm seed oil succinate , Cremophor liquids phospholipids semi-solids ( beeswax , and , oleic acid , medium- available mono- and diglycerides ) , ) cyclodextrins ( alpha-cyclodextrin , ( , hydroxypropyl- beta-cyclodextrin , of sulfobutylether - beta-cyclodextrin ) , and / ( , soy phosphatidylcholine esters , and L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution reveals that the solubilizing excipients include - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , @DRUG$ Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty esters of 300 , 400 , 1750 ) , water - insoluble lipids ( @DRUG$ corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean , medium- triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , , oleic acid , medium- chain and diglycerides , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether beta-cyclodextrin ) , and phospholipids hydrogenated soy phosphatidylcholine , , , L-alpha-dimyristoylphosphatidylglycerol .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	In 1999 and 2001, two new intravenous @DRUG$ preparations (ferric gluconate and @DRUG$) were introduced into the market as safer alternatives to iron dextran.	In 1999 and 2001 , two unexampled intravenous @DRUG$ preparations ( ferric gluconate and @DRUG$ ) were introduced into the market as safer alternatives to fe dextran .	two ) and 2001 , In new intravenous @DRUG$ preparations ( ferric gluconate and @DRUG$ 1999 were introduced into the market as safer alternatives to iron dextran .	In and 2001 , two new intravenous @DRUG$ preparations ( ferric gluconate and @DRUG$ ) were introduced into the market as alternatives to iron dextran .	Ferric gluconate and @DRUG$ are two new intravenous preparations that were introduced into the market in 1999 and 2001 as safer alternatives to iron dextran.	1
0	A total of 70 Plasmodium falciparum isolates were tested in vitro against @DRUG$ (PYR), trimethoprim (TRM), sulfadoxine (SDX), and sulfamethoxazole (@DRUG$), and their dihydrofolate reductase (dhfr) and dihydropteroate synthase (dhps) genotypes were determined.	A total of  plasmodium falciparum sequester were tested in vitro against @DRUG$ ( PYR ) , trimethoprim ( TRM ) , sulfadoxine ( SDX ) , and sulfamethoxazole ( @DRUG$ ) , and their dihydrofolate reductase ( dhfr ) and dihydropteroate synthase ( dhps ) genetic constitution were make up ones mind .	their total of trimethoprim ( falciparum isolates were tested ( vitro against @DRUG$ ( PYR ) , ( 70 TRM ) , sulfadoxine ( SDX ) , and sulfamethoxazole ( @DRUG$ ) , and A dihydrofolate reductase in dhfr ) and dihydropteroate synthase Plasmodium dhps ) genotypes were determined .	A total of 70 Plasmodium falciparum isolates were tested in vitro against @DRUG$ ( PYR ) , trimethoprim ( TRM ) sulfadoxine ( SDX ) , and sulfamethoxazole ( @DRUG$ ) and their dihydrofolate reductase ( dhfr ) and dihydropteroate synthase ( dhps ) determined .	The 70 Plasmodium falciparum isolates were tested in vitro against @DRUG$ ( PYR ) , trimethoprim ( TRM ) , sulfadoxine ( SDX ) , and sulfamethoxazole ( @DRUG$ ) , and their di	0
1	When @DRUG$ was boosted with low-dose ritonavir its efficacy was comparable to that of @DRUG$/ritonavir in non-naive patients (AI424-045 study).	When @DRUG$ was boosted with low-dose ritonavir its efficaciousness was comparable to that of @DRUG$ / ritonavir in non-naive affected role ( AI424- 045 study ) .	When @DRUG$ efficacy boosted with low-dose ritonavir its was was comparable to that of @DRUG$ / ritonavir study non-naive patients ( AI424- 045 in ) .	When @DRUG$ was boosted with low-dose ritonavir efficacy comparable to that of @DRUG$ / ritonavir in non-naive patients ( AI424- study ) .	When @DRUG$ is boosted with low-dose ritonavir, its efficacy is comparable to that of @DRUG$ / ritonavir in non-naive patients.	0
0	In addition, we uncovered an association between levels of CD38 expression and different MoA: (i) @DRUG$ was unable to induce direct apoptosis on MM cells with CD38 levels closer to those in patients with MM, (ii) isatuximab sensitized CD38hi MM cells to bortezomib plus dexamethasone in the presence of stroma, (iii) antibody-dependent cellular cytotoxicity (ADCC) was triggered by CD38lo and CD38hi tumor plasma cells (@DRUG$), (iv) antibody-dependent cellular phagocytosis (ADCP) was triggered only by CD38hi MM cells, whereas (v) complement-dependent cytotoxicity could be triggered in less than half of the patient samples (those with elevated levels of CD38).	indiana addition , we uncovered an association between levels of CD38 expression and unlike moa : ( i ) @DRUG$ was unable to induce address programmed cell death on millimetre cells with CD38 levels closer to those in patients with millimetre , ( deuce ) isatuximab sensitized CD38hi millimetre cells to bortezomib plus hexadrol in the presence of stroma , ( iii ) antibody - pendant cellular cytotoxicity ( ADCC ) was triggered by CD38lo and CD38hi neoplasm plasma cells ( @DRUG$ ) , ( quaternity ) antibody - pendant cellular phagocytosis ( ADCP ) was triggered only by CD38hi millimetre cells , whereas ( v ) complement - pendant cytotoxicity could be triggered in less than half of the patient role samples ( those with elevated levels of CD38 ) .	was addition , we uncovered an sensitized cells was of CD38 expression and tumor MoA : ( i ) @DRUG$ In unable to induce direct apoptosis on MM cells with CD38 levels closer to those in patients with MM cells ( ii ) isatuximab association CD38hi MM between to ) plus dexamethasone in ) presence of stroma , ( iii ) antibody - dependent cellular cytotoxicity ( , ) levels triggered by different and CD38hi CD38lo plasma cells ( @DRUG$ ) , ( iv bortezomib antibody - dependent cellular phagocytosis ( ADCP the was triggered only by CD38hi MM ADCC , whereas ( v - complement ) dependent cytotoxicity of be triggered in less than half could the patient samples ( those with elevated levels of CD38 ) .	In addition , we uncovered an association between of expression and different MoA : ( i ) @DRUG$ was unable to induce direct on MM cells with CD38 levels closer to those with , ( ii ) isatuximab sensitized CD38hi MM cells to bortezomib plus dexamethasone in the presence stroma ( iii ) antibody - dependent cellular cytotoxicity ( ADCC ) was triggered CD38lo and CD38hi tumor cells ( @DRUG$ ) ( iv antibody - cellular phagocytosis ( ADCP ) was triggered only by CD38hi MM cells , whereas ( v ) complement - dependent cytotoxicity could be triggered in less than half of the patient samples ( those with elevated levels of CD38 )	@DRUG$ is unable to induce direct apoptosis on MM cells with CD38 levels closer to those in patients with MM. However, isatuximab sensitizes CD38hi MM cells to bortezomib plus dexamethasone in the presence of stroma. Additionally	1
0	Moxonidine and rilmenidine modestly reduce elevated blood @DRUG$ levels and @DRUG$ has been reported to reduce insulin resistance in hypertensive patients with raised insulin resistance.	Moxonidine and rilmenidine modestly reduce lofty rake @DRUG$ levels and @DRUG$ has been reported to reduce insulin resistance in hypertensive patients with raised insulin resistance .	Moxonidine and rilmenidine modestly reduce elevated blood @DRUG$ levels and @DRUG$ has been reported to reduce insulin resistance in hypertensive resistance with insulin raised patients .	Moxonidine and rilmenidine modestly reduce elevated blood @DRUG$ levels and @DRUG$ been reported to reduce insulin resistance in hypertensive with raised insulin resistance .	Moxonidine and rilmenidine can help to lower blood levels of @DRUG$, and @DRUG$ has been shown to help reduce insulin resistance in people with high levels of insulin resistance.	0
0	Several controlled clinical trials documented that mupirocin was significantly better than the @DRUG$ vehicle alone or ampicillin and as effective as @DRUG$, dicloxacillin, or erythromycin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	several controlled clinical trials documented that mupirocin was significantly better than the @DRUG$ vehicle alone or ampicillin and as effective as @DRUG$ , dicloxacillin , or erythromycin in producing clinical and bacteriological cures in affected role with impetigo and twine infections make by gram-positive pathogens .	Several controlled cures trials documented that mupirocin , significantly better than the @DRUG$ vehicle alone or ampicillin impetigo as effective as @DRUG$ , dicloxacillin was or erythromycin in producing clinical and bacteriological clinical patients in with and and wound infections caused by gram-positive pathogens .	controlled clinical trials documented that was better than the @DRUG$ vehicle alone or and as effective as @DRUG$ , dicloxacillin , or erythromycin in producing clinical and bacteriological cures in patients with impetigo and wound caused by gram-positive pathogens .	Mupirocin is significantly better than the vehicle alone or ampicillin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	1
1	With regard to the pharmacokinetics of @DRUG$, and for safety reasons, doses exceeding 5 @DRUG$/day are not recommended for patients with moderate hepatic impairment (Child-Pugh score 7-9), patients with severe renal impairment (creatinine clearance <30 mL/min) and subjects undergoing concomitant therapy with CYP3A4 inhibitors.	With regard to the pharmacokinetics of @DRUG$ , and for safety reasons , doses exceeding 5 @DRUG$ / day are not recommended for patients with moderate liverwort impairment ( Child - Pugh score 7 - 9 ) , patients with severe nephritic impairment ( creatinine headway < xxx milliliter / min ) and subjects undergoing concomitant therapy with CYP3A4 inhibitor .	With regard to the pharmacokinetics of @DRUG$ , and for safety mL - doses exceeding 5 @DRUG$ not day are inhibitors recommended for patients with moderate hepatic impairment ( Child - Pugh score 7 , 9 ) severe patients concomitant , renal impairment ( creatinine clearance < 30 reasons / min ) and subjects undergoing with therapy with CYP3A4 / .	With regard to the pharmacokinetics of @DRUG$ , and for safety reasons , doses exceeding 5 @DRUG$ / day are not recommended for patients with moderate hepatic impairment ( Child - Pugh score 7 - 9 ) , patients with severe renal impairment ( creatinine clearance < 30 mL / min ) and subjects undergoing concomitant therapy with CYP3A4 inhibitors .	For safety reasons, doses exceeding 5 @DRUG$/day are not recommended for patients with moderate hepatic impairment, patients with severe renal impairment, and subjects undergoing concomitant therapy with CYP3A4 inhibitors.	1
1	At 1.5 MAC, @DRUG$ inhibits Ca2+ channels more than Na+/Ca2+ exchange, whereas @DRUG$ inhibits Na+/Ca2+ exchange more than Ca2+ channels.	astatine 1.5 MAC , @DRUG$ inhibits Ca2 + channels more than Na+ / Ca2 + commutation , whereas @DRUG$ inhibits sodium + / Ca2 + commutation more than Ca2 + channels .	than 1.5 MAC , @DRUG$ inhibits Ca2 + channels more At Na+ / Ca2 + exchange , whereas @DRUG$ inhibits Na + + / Ca2 exchange more than Ca2 + channels .	At 1.5 MAC , @DRUG$ inhibits Ca2 + channels more than Na+ Ca2 + exchange , whereas @DRUG$ inhibits Na + / + exchange more than Ca2 + channels	At 1.5 MAC, @DRUG$ inhibits Ca2+ channels more than Na+/Ca2+ exchange, whereas @DRUG$ inhibits Na+/Ca2+ exchange more than Ca2+ channels.	0
0	Intravenous OPC-28326 had no effect on this action, even at a very high dose of 10 mg kg(-1) i.v., while yohimbine (0.1 - 0.3 mg kg(-1) i.v.) inhibited mydriasis in a dose-dependent manner, indicating that @DRUG$ was at least 100 times less potent than @DRUG$ in regard to the anti-mydriatic effect.	endovenous OPC -28326 had no effect on this action , even out at a very high dose of x mg kg ( - 1 ) i.v. , while yohimbine ( 0.1 - 0.3 mg kg ( - 1 ) i.v. ) conquer mydriasis in a dose-dependent manner , indicating that @DRUG$ was at to the lowest degree 100 times lupus erythematosus potent than @DRUG$ in regard to the anti-mydriatic effect .	Intravenous OPC -28326 this mg effect on had action , even high a very at dose of 10 at kg ( - 1 ) in , while yohimbine ( 0.1 - 0.3 mg kg ( - 1 ) i.v. ) inhibited mydriasis in a dose-dependent manner , indicating that @DRUG$ was no least 100 times less potent than @DRUG$ the regard to i.v. anti-mydriatic effect .	-28326 no on this action , even at a very high dose of 10 mg kg ( - 1 ) i.v. while yohimbine 0.1 - 0.3 mg kg ( - 1 ) i.v. ) inhibited mydriasis in a , indicating that @DRUG$ at least 100 times less potent than @DRUG$ in regard to the anti-mydriatic effect .	Intravenous OPC -28326 had no effect on this action , even at a very high dose of 10 mg kg ( - 1 ) i.v. , while yohimbine ( 0.1 - 0.3 mg kg ( - 1 ) i.v. ) inhibited	1
1	"We performed a complete review of the literature using the search terms, ""@DRUG$,"" ""carbamazepine,"" and ""@DRUG$"" in conjunction with ""pharmacokinetics,"" ""adverse effects,"" ""pharmacology,"" ""voltage-gated sodium channel subtype,"" ""neuropathic pain,"" ""inflammatory pain,"" ""metabolism,"" ""epoxide metabolite formation,"" ""drug interactions,"" ""CYP450 interactions,"" ""pain phenotype,"" and ""chronic pain management."""	" We do a complete brushup of the literature practice the look for terms , " " @DRUG$ , " " " " carbamazepine , " " and " " @DRUG$ " " in conjunction with " " pharmacokinetics , " " " " contrary effects , " " " " pharmacology , " " " " electric potential - gate atomic number  conduct subtype , " " " " neuropathic pain , " " " " instigative pain , " " " " metabolism , " " " " epoxide metabolite shaping , " " " " drug fundamental interaction , " " " " CYP450 fundamental interaction , " " " " pain phenotype , " " and " " chronic pain management . " " "	" We performed " complete review of the literature using the search terms sodium pain " @DRUG$ , " " " " carbamazepine , " " and " " @DRUG$ " " " conjunction with " " interactions , " " " " adverse effects , " " " " pharmacology , phenotype " " " pain - gated , channel a , " " " " neuropathic pain , " " " " inflammatory voltage , " " " " metabolism , " " , " epoxide metabolite formation , " " " CYP450 drug pharmacokinetics " " " " " " interactions , " in " " pain " , " " and " " chronic subtype management . " " "	" We a complete review of the literature using the search terms , " " @DRUG$ , " " " carbamazepine , " " and " " @DRUG$ " " in conjunction with " " pharmacokinetics , " " " " effects , " " " " pharmacology , " " " " voltage - gated sodium channel subtype , " " " pain , " " " " inflammatory pain , " " " " , " " " " epoxide metabolite formation , " " " " drug interactions , " " " " CYP450 interactions , " " " pain phenotype , " " and " " chronic pain management . " "	We performed a complete review of the literature using the search terms "@DRUG$," "carbamazepine," and "@DRUG$" in conjunction with "pharmacokinetics," "adverse effects," "pharmacology," "voltage-gated sodium channel subtype," 	0
0	RESULTS: The 28-day cure rates were similarly high in the @DRUG$ and the standard-dose @DRUG$ cohorts: 92.0% (95% confidence interval [CI], 74.0%-99.0%), 88.9% (95% CI, 70.8%-97.6%), and 92.0% (95% CI, 74.0%-99.0%), for cohorts 1, 2, and 4, respectively.	RESULTS : The 28 - daylight cure rates were likewise gamy in the @DRUG$ and the standard - dot @DRUG$ cohorts : 92.0 % ( 95 % authority time interval [ CI ] , 74.0%-99.0 % ) , 88.9 % ( 95 % CI , 70.8%-97.6 % ) , and 92.0 % ( 95 % CI , 74.0 % -99.0 % ) , for cohorts 1 , deuce , and 4 , respectively .	day : The 28 - RESULTS cure 1 were similarly high in the @DRUG$ and the standard - cohorts @DRUG$ cohorts : confidence % ( 95 % 92.0 % [ rates ] , 74.0%-99.0 % ) , 88.9 % ( 95 interval CI , 70.8%-97.6 % ) , and 92.0 % ( 95 % CI -99.0 74.0 % , % ) , for dose CI , 2 , and 4 , respectively .	RESULTS : The 28 - day rates were similarly in the @DRUG$ and the standard - dose @DRUG$ cohorts : 92.0 % ( 95 % confidence interval [ CI , 74.0%-99.0 % ) , 88.9 % 95 % CI , 70.8%-97.6 ) , and 92.0 % ( 95 % CI 74.0 % -99.0 % ) , for cohorts 1 , 2 , and 4 , respectively .	The cure rates were similarly high in the @DRUG$ and the standard-dose @DRUG$ cohorts.	0
0	In the studies of anti-arthritic activity, which require long-term treatment, droxicam was @DRUG$ effective as @DRUG$, both on primary and on secondary lesions.	In the studies of anti-arthritic activity , which require long-term treatment , droxicam was @DRUG$ effective as @DRUG$ , both on primary and on subaltern wound .	In the which of anti-arthritic treatment , studies require long-term activity , droxicam was @DRUG$ effective as @DRUG$ , both on primary and on secondary lesions .	In the studies of anti-arthritic activity , which require long-term , was @DRUG$ effective @DRUG$ , both on primary and secondary lesions .	Droxicam was effective as both a primary and a secondary treatment for arthritic lesions.	1
0	Tianeptine (10 mg/kg, i.p.) significantly attenuated wet dog shakes (WDS) induced by 5-HTP (75 mg/kg, i.@DRUG$.; 30 min after @DRUG$ 25 mg/kg, i.p.).	Tianeptine ( 10 mg / kg , i.p. ) importantly rarefy wet dog stimulate ( WDS ) cause by 5 - HTP ( 75 mg / kg , i.@DRUG$ . ; 30 min after @DRUG$ 25 mg / kg , i.p. ) .	Tianeptine ( wet mg WDS . , i.p. ) significantly attenuated 10 dog shakes ( / ) induced by 5 - HTP kg 75 mg / kg , i.@DRUG$ ( ; 30 min after @DRUG$ 25 mg / kg , i.p. ) .	Tianeptine ( 10 mg / kg , i.p. ) significantly wet dog ( WDS induced by 5 - HTP ( 75 mg / kg i.@DRUG$ . 30 min after @DRUG$ 25 mg / kg , i.p. ) .	Tianeptine ( 10 mg / kg , i.p. ) significantly attenuated wet dog shakes ( WDS ) induced by 5 - HTP ( 75 mg / kg , i.@DRUG$ . ; 30 min after @DRUG$ 25 mg / kg , i.p. )	0
0	Ketorolac tromethamine appears to be @DRUG$ effective as morphine or @DRUG$ for short-term management of moderate to severe postoperative pain.	ketorolac tromethamine appears to be @DRUG$ effective as morphine or @DRUG$ for short - term direction of moderate to severe postoperative pain .	Ketorolac tromethamine appears to be @DRUG$ effective moderate morphine or @DRUG$ for short - management term of as to severe postoperative pain .	Ketorolac tromethamine to be @DRUG$ effective as morphine or @DRUG$ for short - term management of moderate to severe postoperative pain .	Ketorolac tromethamine is effective as morphine or other strong painkillers for short-term management of moderate to severe postoperative pain.	1
0	Testosterone, @DRUG$, bupropion-@DRUG$, PDE-5 inhibitors, prostaglandins, tibolone and combination therapies, and the theoretical basis of potential drug targets are discussed.	Testosterone , @DRUG$ , bupropion - @DRUG$ , PDE - 5 inhibitors , prostaglandins , tibolone and combining therapies , and the theoretical cornerstone of potential do drugs targets are discussed .	Testosterone , @DRUG$ , bupropion , @DRUG$ combination PDE - 5 inhibitors , prostaglandins , tibolone and - therapies , and the are basis of potential drug targets theoretical discussed .	Testosterone , @DRUG$ , bupropion - @DRUG$ , PDE - 5 inhibitors , prostaglandins , tibolone and combination therapies , and the theoretical basis of potential drug targets are discussed .	Testosterone is a drug that is used to treat a variety of conditions. Bupropion is a drug that is used to treat depression. PDE-5 inhibitors are drugs that are used to treat erectile dysfunction. Prostaglandins are chemicals that are involved in a variety of biological	1
0	The recommended minimum dosage for @DRUG$ tablets in cats is 1 mg/kg once daily (range 1-2.4 @DRUG$/kg).	The recommended lower limit dosage for @DRUG$ tablets in cats is one mg / kg once daily ( range 1-2.4 @DRUG$ / kg ) .	The recommended minimum dosage for @DRUG$ tablets in daily is cats mg / kg once 1 ( range 1-2.4 @DRUG$ / kg ) .	The recommended minimum dosage for @DRUG$ tablets in cats is 1 mg / kg once ( range 1-2.4 @DRUG$ / kg ) .	For every 1 mg / kg of @DRUG$ that is given to a cat, 1-2.4 mg / kg of @DRUG$ should also be given.	0
0	METHODS: A randomized, placebo-controlled trial compared gastroscopic findings of dogs receiving placebo (q8h), @DRUG$ (25 mg/kg PO q8h), or deracoxib (1.5 @DRUG$/kg QD, placebo ql2h) for 28 days.	METHODS : adenine randomized , placebo-controlled trial compared gastroscopic findings of frank receiving placebo ( q8h ) , @DRUG$ ( 25 atomic number  / kg PO q8h ) , or deracoxib ( 1.5 @DRUG$ / kg QD , placebo ql2h ) for  days .	METHODS : PO randomized , placebo-controlled trial compared ( findings dogs of receiving placebo ( q8h ) , @DRUG$ gastroscopic 25 mg / kg A q8h ) , or deracoxib ( 1.5 @DRUG$ / kg QD , placebo ql2h ) for 28 days .	: A , trial compared gastroscopic findings of receiving placebo ( @DRUG$ ( 25 mg / kg PO q8h ) , or deracoxib ( 1.5 @DRUG$ / kg , placebo ql2h ) for 28 days .	A randomized, placebo-controlled trial compared gastroscopic findings of dogs receiving placebo (q8h), @DRUG$ (25 mg/kg PO q8h), or deracoxib (1.5 @DRUG$/kg QD, placebo ql2h) for 28 days	0
0	More than half of the products contain @DRUG$ and/or @DRUG$ for its moisturizer property.	More than half of the production contain @DRUG$ and / or @DRUG$ for its moisturizer property .	of than half More the products contain @DRUG$ and / or @DRUG$ for its moisturizer property .	More than half the products contain @DRUG$ and / or @DRUG$ for its property .	More than half of the products containing @DRUG$ also contain @DRUG$ for its moisturizing property.	0
0	@DRUG$ also displayed broadly similar efficacy to amphotericin B deoxycholate in oesophageal or oropharyngeal candidiasis and was effective @DRUG$ salvage therapy in patients with invasive aspergillosis who were refractory to or intolerant of standard therapy.	@DRUG$ also displayed broadly speaking like efficacy to amphotericin B deoxycholate in oesophageal or oropharyngeal candidiasis and was effective @DRUG$ salvage therapy in patients with invasive brooder pneumonia who were refractory to or intolerant of standard therapy .	@DRUG$ also displayed broadly similar efficacy to amphotericin B deoxycholate in oesophageal or to therapy and was effective @DRUG$ refractory therapy in patients with invasive aspergillosis who were salvage oropharyngeal or intolerant of standard candidiasis .	@DRUG$ also displayed broadly similar efficacy to amphotericin B deoxycholate in oesophageal or oropharyngeal candidiasis and was effective @DRUG$ salvage therapy in patients with invasive who were refractory to or intolerant of standard therapy .	@DRUG$ is just as effective as amphotericin B deoxycholate in treating oesophageal or oropharyngeal candidiasis, and it can also be used as a last resort treatment for invasive aspergillosis.	1
0	The increased activity of midecamycin (MIC90 < or = 0.06 mg/@DRUG$), as compared to @DRUG$ (MIC90 = 0.5 mg/L) and to other 14- or 15-membered macrolides, was related to the absence of the ermB determinant in seven isolates which displayed an efflux phenotype (five isolates) or an inducible resistance phenotype due to an ermTR determinant (two isolates).	The increased activity of midecamycin ( MIC90 < or = 0.06 mg / @DRUG$ ) , as compared to @DRUG$ ( MIC90 = 0.5 mg /L ) and to other 14 - or fifteen - membered macrolides , was concern to the absence of the ermB determinative in seven isolates which displayed an efflux phenotype ( fivesome isolates ) or an inducible electrical resistance phenotype ascribable to an ermTR determinative ( ii isolates ) .	The increased activity of midecamycin ( MIC90 15 or = to mg / @DRUG$ ) absence as compared to @DRUG$ ( MIC90 = 0.5 mg /L ) and to resistance 14 - - due or membered macrolides , was related to the , of the ermB determinant in seven or which displayed an efflux phenotype ( five isolates ) isolates an inducible other phenotype < 0.06 an ermTR determinant ( two isolates ) .	The increased activity of midecamycin ( MIC90 < or = 0.06 mg / @DRUG$ ) as compared to @DRUG$ ( MIC90 = mg /L ) and to other 14 - or 15 - membered macrolides , was related to the absence of the ermB determinant in isolates which displayed an efflux phenotype five isolates ) or an resistance phenotype due to ermTR determinant ( isolates .	The increased activity of midecamycin ( MIC90 < or = 0.06 mg / @DRUG$ ) , as compared to @DRUG$ ( MIC90 = 0.5 mg /L ) and to other 14 - or 15 - membered macrolides , was related to the	0
0	To determine the distribution of paclitaxel in vivo, nude mice received 50 mg/kg of valspodar, elacridar or tariquidar @DRUG$.o. (control: vehicle) 4 h before i.v. injection of 8 mg/kg of @DRUG$.	To determine the statistical distribution of paclitaxel in vivo , nude mice invite 50 mg / kilo of valspodar , elacridar or tariquidar @DRUG$.o. ( control : vehicle ) 4 h before i.v. injection of octet mg / kilo of @DRUG$ .	To paclitaxel the distribution of determine in or , nude 4 received 50 mg / kg of valspodar , elacridar vivo tariquidar @DRUG$.o. ( control : vehicle ) mice h before i.v. injection of 8 @DRUG$ / kg of mg .	To determine the distribution of in vivo , mice received 50 mg / kg of valspodar , elacridar or tariquidar @DRUG$.o. ( control : vehicle ) 4 h before i.v. injection of 8 mg / of @DRUG$	To determine the distribution of paclitaxel in vivo , nude mice received 50 mg / kg of valspodar , elacridar or tariquidar @DRUG$.o. ( control : vehicle ) 4 h before i.v. injection of 8 mg / kg of DRU	1
0	Direct comparison of the conventional bi-directional (concentration gradient) assay with the CETA, using MDR1-transfected LLC cells, demonstrated that CETA, but not the conventional assay, identified @DRUG$ and @DRUG$ as substrates of human Pgp.	Direct comparison of the ceremonious bi-directional ( concentration gradient ) essay with the CETA , using MDR1 - transfected LLC cells , demonstrated that CETA , but not the ceremonious essay , place @DRUG$ and @DRUG$ as substrates of human being Pgp .	Direct comparison of the conventional bi-directional CETA concentration gradient ) assay using the CETA , with MDR1 - transfected LLC cells , demonstrated that ( , conventional not and but assay , identified @DRUG$ the @DRUG$ as substrates of human Pgp .	Direct comparison of the conventional bi-directional ( concentration gradient ) assay with the CETA , using MDR1 - transfected LLC cells , that CETA , but not conventional assay , identified @DRUG$ and @DRUG$ as substrates human Pgp .	CETA, but not the conventional assay, identified @DRUG$ and @DRUG$ as substrates of human Pgp.	0
0	With increasing dose, percentages by dose of @DRUG$ @DRUG$ decreased, whereas percentages of 3-hydroxymandelic acid increased.	With increasing dose , pct by dose of @DRUG$ @DRUG$ reduced , whereas pct of 3 - hydroxymandelic acid increased .	With increasing dose , percentages by dose of @DRUG$ @DRUG$ decreased , whereas increased percentages 3 - hydroxymandelic acid of .	With dose , by dose of @DRUG$ @DRUG$ decreased , whereas percentages of 3 - acid increased .	The higher the dose of @DRUG$, the lower the percentage of @DRUG$, and the higher the percentage of 3-hydroxymandelic acid.	0
0	On Sephadex G-100 gel filtration the labelled material eluted in the @DRUG$ position as the @DRUG$ activity in plasma.	on Sephadex G-100 gelatin filtration the labelled material eluted in the @DRUG$ position as the @DRUG$ activity in plasma .	On Sephadex G-100 the filtration gel as material eluted in the @DRUG$ position labelled the @DRUG$ activity in plasma .	On Sephadex G-100 gel the labelled material eluted in the @DRUG$ position as the @DRUG$ activity plasma .	@DRUG$ and @DRUG$ are two proteins that are related to each other. DRUGA is the protein that is found in the plasma, and DRUGB is the protein that is associated with the DRUGA protein.	0
0	DATA SYNTHESIS: Entacapone is the second medication of a new class of drugs, the catechol-O-methyltransferase inhibitors, indicated for clinical use @DRUG$ an adjunct to levodopa/@DRUG$ to treat patients with idiopathic Parkinson's disease who experience the signs and symptoms of end-of-dose wearing-off.	information SYNTHESIS : Entacapone is the nd medication of a new class of do drugs , the catechol - O-methyltransferase inhibitors , indicated for clinical use @DRUG$ an adjunct to levodopa / @DRUG$ to treat patients with idiopathic cyril northcote parkinson 's disease who experience the signs and symptom of end-of- dose wearing - off .	DATA SYNTHESIS : Entacapone is the second an of a new class of drugs treat the catechol - O-methyltransferase end-of- , indicated for clinical use @DRUG$ idiopathic adjunct to levodopa / @DRUG$ wearing , patients with medication Parkinson 's disease who experience the signs and symptoms of inhibitors dose to - off .	DATA SYNTHESIS : Entacapone is second medication of a new of drugs , the O-methyltransferase inhibitors , indicated for clinical use @DRUG$ an adjunct levodopa / @DRUG$ to treat patients with idiopathic Parkinson 's disease who the signs and symptoms of end-of- dose wearing - off .	@DRUG$ is a new drug that is used in combination with @DRUG$ to treat patients with Parkinson's disease. DRUGA is an inhibitor of catechol-O-methyltransferase, while DRUGB is a levodopa medication.	0
0	@DRUG$ reuptake inhibitors such @DRUG$ sertraline are useful therapeutic options for women with premenstrual dysphoria.	@DRUG$ reuptake inhibitors such @DRUG$ sertraline are utilitarian therapeutic options for women with premenstrual dysphoria .	@DRUG$ reuptake inhibitors such @DRUG$ sertraline are useful therapeutic for options women with premenstrual dysphoria .	@DRUG$ reuptake inhibitors such @DRUG$ sertraline are useful therapeutic options for women with premenstrual dysphoria .	@DRUG$ reuptake inhibitors such as sertraline are useful therapeutic options for women with premenstrual dysphoria.	1
1	In patients commencing long term treatment with @DRUG$ or prednisolone, @DRUG$ 0.5 to 1.0 micrograms/day plus calcium 1000 mg/day, administered with or without intranasal calcitonin 400 IU/day, prevented steroid-induced bone loss.	In affected role commencing long term treatment with @DRUG$ or prednisolone , @DRUG$ 0.5 to 1.0 micrograms / day plus atomic number  1000 milligram / day , administered with or without intranasal calcitonin 400 IU / day , forestall steroid-induced bone loss .	In patients commencing long , treatment with @DRUG$ or prednisolone , @DRUG$ 0.5 to 1.0 micrograms / day plus calcium day mg 1000 day , administered term or without intranasal calcitonin 400 IU / / with prevented steroid-induced bone loss .	In commencing long treatment with @DRUG$ or prednisolone , @DRUG$ to micrograms / day plus 1000 / , administered with or without intranasal 400 IU day , prevented steroid-induced bone loss .	If you're taking @DRUG$ or prednisolone, taking @DRUG$ 0.5 to 1.0 micrograms / day plus calcium 1000 mg / day will help prevent steroid-induced bone loss.	0
0	Distribution and excretion of @DRUG$ and N-desmethylsertraline in human @DRUG$.	Distribution and excretion of @DRUG$ and N-desmethylsertraline in man @DRUG$ .	Distribution of excretion and @DRUG$ and N-desmethylsertraline in human @DRUG$ .	Distribution and excretion of @DRUG$ and N-desmethylsertraline in human @DRUG$ .	The distribution and excretion of @DRUG$ and N-desmethylsertraline in human @DRUG$ .	0
0	Imidazole antifungals (@DRUG$, econazole, and @DRUG$) increased the [Zn2+]i in the presence of extracellular Zn2+ while it was not the case for triazole antifungals (itraconazole and fluoconazole).	glyoxaline antifungals ( @DRUG$ , econazole , and @DRUG$ ) increased the [ Zn2 + ] i in the presence of extracellular Zn2 + while it was not the guinea pig for triazole antifungals ( sporanox and fluoconazole ) .	Imidazole antifungals ( @DRUG$ , econazole i + @DRUG$ ) increased the [ Zn2 + ] , in the presence of extracellular was and while it Zn2 not the case for triazole antifungals ( itraconazole and fluoconazole ) .	Imidazole antifungals ( @DRUG$ , econazole , and @DRUG$ ) increased the Zn2 + ] i in the presence of extracellular Zn2 + while it was not the case for triazole antifungals ( itraconazole fluoconazole ) .	Imidazole antifungals ( @DRUG$ and @DRUG$ ) increased the [ Zn2 + ] i in the presence of extracellular Zn2 + while it was not the case for triazole antifungals ( itraconazole and fluocon	0
0	METHODS: After orally administering rhubarb extract or its major component (sennoside A) to rats, the fecal @DRUG$ content, AQP3 expression and @DRUG$ (PGE2) concentrations in the colon were examined.	METHODS : After orally allot pieplant extract or its major component ( sennoside A ) to rats , the fecal @DRUG$ content , AQP3 expression and @DRUG$ ( PGE2 ) concentrations in the aspinwall were examined .	METHODS : After PGE2 administering rhubarb extract or its major ( ( sennoside A ) to rats , the AQP3 @DRUG$ content , fecal expression and @DRUG$ component orally ) concentrations in the colon were examined .	METHODS : After orally administering rhubarb extract or its major component ( sennoside ) rats , the fecal @DRUG$ content , AQP3 expression and @DRUG$ ( PGE2 ) concentrations in the colon examined .	After orally administering rhubarb extract or its major component ( sennoside A ) to rats , the fecal @DRUG$ content was examined .""The fecal DRUGA content was found to be increased after orally administering rhubarb extract or its major component ( senn	1
0	@DRUG$ was more effective than cyproterone in decreasing the ;uptake' of the perfused androgens by the tissue; at the @DRUG$ time, it increased the androgen clearance from the tissue.	@DRUG$ was more effective than cyproterone in decreasing the ;uptake ' of the perfuse androgenic hormone by the tissue ; at the @DRUG$ time , it increased the androgenic hormone clearance from the tissue .	@DRUG$ was more effective than cyproterone in decreasing the ;uptake ' of it at androgen by the tissue ; perfused the @DRUG$ time , the increased the androgens clearance from the tissue .	@DRUG$ was more effective than cyproterone in decreasing the ' of the perfused androgens by the tissue the @DRUG$ time , increased androgen clearance from .	@DRUG$ was more effective than cyproterone in decreasing the uptake of the perfused androgens by the tissue; at the same time, it increased the androgen clearance from the tissue.	1
0	SUMMARY: @DRUG$ 25 mg-paritaprevir 150 mg-@DRUG$ 100 mg plus dasabuvir 250 mg (Viekira) is approved in the United States as a combination direct-acting antiviral agent for treatment-naive or treatment-experienced patients with HCV genotype 1 infection, including those with compensated cirrhosis.	SUMMARY : @DRUG$ 25 mg- paritaprevir 150 mg- @DRUG$ 100 mg plus dasabuvir 250 mg ( Viekira ) is approved in the United state of matter as a combination direct-acting antiviral factor for handling - naive or handling - experienced patients with HCV genetic constitution 1 infection , admit those with compensated cirrhosis .	SUMMARY : @DRUG$ 25 mg- paritaprevir 150 mg- @DRUG$ 100 mg plus Viekira 250 - ( dasabuvir ) is approved in the United States as cirrhosis combination direct-acting antiviral agent treatment for mg naive or - treatment experienced patients with HCV genotype 1 infection , including those with compensated a .	SUMMARY : @DRUG$ 25 mg- paritaprevir 150 mg- @DRUG$ mg plus dasabuvir 250 mg ( Viekira is approved in the United States as a combination antiviral agent for treatment - naive or treatment - experienced patients with HCV genotype 1 infection , including those with compensated cirrhosis .	@DRUG$ is a combination of paritaprevir, 150 mg, @DRUG$, 100 mg, plus dasabuvir, 250 mg. It is approved in the United States for the treatment of HCV genotype 1 infection, including those with compensated cirrhosis.	0
0	The D-isomer had greater potency than the @DRUG$-isomer on basal and electrically stimulated striatal DA release; however the L-isomer was 2-fold more potent than the @DRUG$-isomer on basal fronto-cortical NA release.	The D-isomer had greater potency than the @DRUG$ - isomer on basal and electrically energise striatal district attorney release ; even so the L-isomer was 2 - fold more potent than the @DRUG$ - isomer on basal fronto-cortical NA release .	The D-isomer had greater potency than the @DRUG$ - isomer on basal and electrically stimulated striatal release L-isomer ; however the release was 2 - fold more potent than the @DRUG$ DA isomer on basal fronto-cortical NA - .	The D-isomer had greater potency than the @DRUG$ - isomer on basal and electrically striatal DA ; however the L-isomer was - fold potent than the @DRUG$ - isomer on basal fronto-cortical NA release .	The D-isomer is more potent than the @DRUG$ - isomer on basal and electrically stimulated striatal DA release ; however the L-isomer is more potent than the @DRUG$ - isomer on basal fronto-cortical NA release .	0
0	Recent dosing protocols for both @DRUG$ and @DRUG$ have been developed and may help fine tune dose adjustment of these antibiotics.	Recent dosing protocols for both @DRUG$ and @DRUG$ have been recrudesce and may help fine tune elvis adjustment of these antibiotics .	Recent and protocols for both @DRUG$ dosing @DRUG$ have been developed tune may help fine and dose adjustment of these antibiotics .	Recent dosing protocols for both @DRUG$ and @DRUG$ have been developed and may help fine tune dose adjustment of these antibiotics .	The dose of @DRUG$ may need to be adjusted depending on the dose of @DRUG$.	0
0	Recent experimental and clinical studies have revealed that organic @DRUG$ per se are not just @DRUG$ (NO) donors, but rather a quite heterogeneous group of drugs considerably differing for mechanisms underlying vasodilation and the development of endothelial dysfunction and tolerance.	Recent experimental and clinical studies have revealed that organic @DRUG$ per southeast are not just @DRUG$ ( NO ) donor , but rather a quite an heterogeneous group of drugs considerably differing for mechanisms underlying vasodilation and the development of endothelial dysfunction and margin .	Recent experimental and clinical studies have revealed that organic @DRUG$ group se are not just @DRUG$ dysfunction NO ) donors , but rather a quite heterogeneous per of drugs and differing for mechanisms underlying vasodilation tolerance the development of endothelial ( and considerably .	Recent experimental clinical studies have revealed that organic @DRUG$ se are not just @DRUG$ ( NO ) donors , but rather a quite heterogeneous group of drugs considerably differing for mechanisms underlying vasodilation and the development of endothelial and tolerance .	Organic @DRUG$ per se are not just @DRUG$ ( NO ) donors , but rather a quite heterogeneous group of drugs considerably differing for mechanisms underlying vasodilation and the development of endothelial dysfunction and tolerance .	0
0	Troxacitabine 2.0 mg/@DRUG$(2)/d (n = 3) and 3.0 @DRUG$/m(2)/d (n = 5) for 3 days produced mean +/- SD end of infusion concentrations of 0.12 +/- 0.03 and 0.15 +/- 0.03 micromol/L, respectively.	Troxacitabine 2.0 mg / @DRUG$ ( 2 ) / viosterol ( n = 3 ) and 3.0 @DRUG$ / m( 2 ) / viosterol ( n = fivesome ) for 3 days grow mean +/- south dakota end of infusion concentrations of 0.12 +/- 0.03 and 0.15 +/- 0.03 micromol / litre , respectively .	Troxacitabine 2.0 mg of @DRUG$ respectively 2 ) d d ( n = 3 ) and infusion @DRUG$ for m( 2 ) / / ( n = 5 ) / 3 days produced mean +/- SD end / 3.0 concentrations of 0.12 +/- 0.03 and 0.15 +/- 0.03 micromol / L , ( .	Troxacitabine 2.0 mg / @DRUG$ ( ) / d ( n = 3 ) and 3.0 @DRUG$ / m( 2 ) / d ( n = 5 ) for 3 days mean +/- SD concentrations of 0.12 +/- 0.03 and 0.15 +/- 0.03 micromol / L , respectively .	Troxacitabine 2.0 mg / @DRUG$ ( 2 ) / d ( n = 3 ) and 3.0 @DRUG$ / m( 2 ) / d ( n = 5 ) for 3 days produced mean +/- SD end of infusion concentrations of 0.12 +/- 0	0
1	Furthermore, @DRUG$ is commonly administered in combination with low-dose @DRUG$, which is also extensively metabolised by CYP3A4, and is a more potent CYP3A4 inhibitor than amprenavir.	Furthermore , @DRUG$ is ordinarily administered in combination with low-dose @DRUG$ , which is too extensively metabolised by CYP3A4 , and is a more strong CYP3A4 inhibitor than amprenavir .	Furthermore , @DRUG$ is commonly administered in combination with low-dose @DRUG$ inhibitor is is also metabolised extensively by CYP3A4 , and which a more potent CYP3A4 , than amprenavir .	Furthermore , @DRUG$ is commonly administered in combination with low-dose @DRUG$ , which is extensively metabolised by CYP3A4 , and a more potent CYP3A4 than amprenavir .	@DRUG$ is commonly administered in combination with low-dose @DRUG$, which is also extensively metabolized by CYP3A4, and is a more potent CYP3A4 inhibitor than amprenavir.	0
1	Olmesartan medoxomil was at least as effective as @DRUG$, felodipine and atenolol, and significantly more effective than @DRUG$.	Olmesartan medoxomil was at to the lowest degree as effective as @DRUG$ , felodipine and atenolol , and importantly more effective than @DRUG$ .	Olmesartan and was at least as effective , @DRUG$ as felodipine medoxomil atenolol , and significantly more effective than @DRUG$ .	Olmesartan medoxomil was at as effective as @DRUG$ , felodipine and and significantly more effective @DRUG$ .	Olmesartan medoxomil was more effective than @DRUG$ .	1
0	These AEDs do not appear to have a common mechanism of action in that both inhibitory @DRUG$ (GABA; e.g., @DRUG$, clonazepam, and valproate) and excitatory glutamate (e.g., lamotrigine and topiramate) mechanisms are involved.	These AEDs do not look to have a coarse mechanism of legal action in that both repressing @DRUG$ ( GABA ; e.g. , @DRUG$ , clonazepam , and valproate ) and excitatory glutamate ( e.g. , lamotrigine and topiramate ) mechanisms are involved .	These AEDs and not involved to ( a common mechanism of action in that both inhibitory @DRUG$ ( GABA ; topiramate , @DRUG$ , clonazepam , do valproate ) and excitatory glutamate have e.g. , lamotrigine and e.g. ) mechanisms are appear .	These AEDs do not appear to have common mechanism of action in that inhibitory @DRUG$ ( GABA ; e.g. , @DRUG$ , clonazepam , and ) and excitatory glutamate ( e.g. , lamotrigine and topiramate ) mechanisms are involved .	These AEDs do not appear to have a common mechanism of action, as both inhibitory @DRUG$ (GABA; e.g., clonazepam and valproate) and excitatory glutamate (e.g., lamotrigine and topiramate) mechanisms	1
0	A liquid chromatographic method for the determination of sulfachloropyridazine, sulfadiazine, sulfadimethoxine, sulfadoxine, sulfaethoxypyridazine, @DRUG$, @DRUG$, and sulfathiazole residues in the muscle, liver, and kidney of food animals using sulfapyridine as internal standard is reported.	angstrom unit liquid chromatographic method for the determination of sulfachloropyridazine , sulfadiazine , sulfadimethoxine , sulfadoxine , sulfaethoxypyridazine , @DRUG$ , @DRUG$ , and sulfathiazole rest in the muscle , liver colored , and kidney of intellectual nourishment animals using sulfapyridine as internal standard is reported .	A liquid chromatographic method for the determination of sulfachloropyridazine , sulfapyridine , sulfadimethoxine , sulfadoxine , sulfaethoxypyridazine , @DRUG$ , @DRUG$ , and sulfathiazole residues kidney the of , liver , and in muscle food animals using is as internal standard sulfadiazine reported .	A liquid chromatographic method for the determination of sulfachloropyridazine , sulfadiazine , sulfadimethoxine , sulfadoxine , sulfaethoxypyridazine , @DRUG$ , @DRUG$ , sulfathiazole residues in the , liver , and kidney of food animals using sulfapyridine as internal standard is reported	A liquid chromatographic method for the determination of sulfachloropyridazine , sulfadiazine , sulfadimethoxine , sulfadoxine , sulfaethoxypyridazine , @DRUG$ , @DRUG$ , and sulfathiazole residues in the	0
0	Activity of 15 compounds, given alone or in mixtures [butamisole, cambendazole, caviphos, febantel (alone or with trichlorfon), @DRUG$, ivermectin, levamisole-piperazine, oxfendazole, oxibendazole, pyrantel pamoate (alone or with piperazine-carbon disulfide complex), @DRUG$ (alone or with piperazine or with trichlorfon), tioxidazole, and trichlorfon], against Thelazia lacrymalis was evaluated in 102 equids.	Activity of 15 compounds , hold lone or in salmagundi [ butamisole , cambendazole , caviphos , febantel ( lone or with trichlorfon ) , @DRUG$ , ivermectin , levamisole - piperazine , oxfendazole , oxibendazole , pyrantel pamoate ( lone or with piperazine - carbon copy disulfide coordination compound ) , @DRUG$ ( lone or with piperazine or with trichlorfon ) , tioxidazole , and trichlorfon ] , against Thelazia lacrymalis was judge in 102 equid .	Activity of 15 compounds , given alone or in mixtures and butamisole piperazine cambendazole , caviphos trichlorfon febantel ( alone or with trichlorfon ) ) @DRUG$ , ivermectin , levamisole - piperazine , oxfendazole , oxibendazole tioxidazole alone pamoate ( alone or 102 , - carbon disulfide complex , , @DRUG$ ( pyrantel or with piperazine or with , ) , , , [ trichlorfon ] , against Thelazia lacrymalis was evaluated in with equids .	Activity of 15 compounds , given alone or in mixtures butamisole , cambendazole , caviphos , febantel ( alone or with trichlorfon ) , @DRUG$ , ivermectin , levamisole - piperazine , oxfendazole , oxibendazole , pyrantel pamoate ( alone or with piperazine - carbon ) , @DRUG$ ( alone with piperazine or with trichlorfon ) , tioxidazole , trichlorfon ] , against Thelazia lacrymalis was evaluated in equids .	The activity of 15 compounds against Thelazia lacrymalis was evaluated in 102 equids, including horses, donkeys, and mules. These compounds were either given alone or in mixtures, and their activity was compared against that of the drug @DRUG$, which was found to	1
0	@DRUG$ is the main substance responsible for dependence on @DRUG$-containing, products, which have a heavy impact on the public health of developed as well as non-developed countries by being a main etiologic factor for the induction of cardiovascular diseases and tobacco-related cancer.	@DRUG$ is the main substance responsible for dependence on @DRUG$ - containing , products , which have a heavy wallop on the public health of prepare as good as non-developed countries by being a main etiologic factor for the generalization of cardiovascular diseases and tobacco-related cancer .	@DRUG$ is the main substance responsible for dependence a @DRUG$ - containing , products diseases which have a heavy impact on the public health of developed as well as non-developed countries by being on main etiologic factor induction the for of cardiovascular tobacco-related and , cancer .	@DRUG$ is the main substance responsible for dependence on @DRUG$ - containing , , which have a heavy impact on the public health of developed as well as non-developed by being main etiologic factor for the induction of cardiovascular diseases and tobacco-related cancer .	@DRUG$ is the main substance responsible for dependence on @DRUG$. DRUGA-containing products have a heavy impact on the public health of developed as well as non-developed countries by being a main etiologic factor for the induction of cardiovascular diseases and tobacco-related cancer.	0
0	To compare the efficacy and safety of conventional systemic agents (acitretin, ciclosporin, fumaric acid esters, methotrexate), small molecules (apremilast, tofacitinib, ponesimod), anti-TNF alpha (etanercept, infliximab, adalimumab, certolizumab), anti-IL12/23 (@DRUG$), anti-IL17 (secukinumab, ixekizumab, brodalumab), anti-IL23 (guselkumab, tildrakizumab), and other biologics (@DRUG$, itolizumab) for patients with moderate to severe psoriasis and to provide a ranking of these treatments according to their efficacy and safety.	To compare the efficacy and guard of formal systemic agents ( acitretin , ciclosporin , fumaric sulfurous esters , amethopterin ) , diminished molecules ( apremilast , tofacitinib , ponesimod ) , anti-TNF alpha ( enbrel , remicade , adalimumab , certolizumab ) , anti-IL12 /23 ( @DRUG$ ) , anti-IL17 ( secukinumab , ixekizumab , brodalumab ) , anti-IL23 ( guselkumab , tildrakizumab ) , and other biologics ( @DRUG$ , itolizumab ) for patients with moderate to severe psoriasis and to provide a ranking of these handling fit in to their efficacy and guard .	To compare the efficacy and safety of conventional systemic agents ( acitretin , , , fumaric ( safety , methotrexate ) for small , ( apremilast , , , ponesimod ) to anti-TNF alpha ( etanercept , infliximab , adalimumab , certolizumab ) , anti-IL12 /23 ( @DRUG$ ) ciclosporin tildrakizumab ( secukinumab , ixekizumab , brodalumab ) , anti-IL23 ( guselkumab molecules anti-IL17 ) , and and biologics acid @DRUG$ , itolizumab ) tofacitinib patients with moderate to severe psoriasis other , provide a ranking of these treatments according to their efficacy and esters .	To compare the efficacy and of conventional agents ( acitretin , ciclosporin , fumaric acid esters , methotrexate ) , small molecules ( apremilast , , ponesimod ) , anti-TNF alpha ( etanercept , infliximab adalimumab , ) , anti-IL12 ( @DRUG$ ) , anti-IL17 secukinumab , ixekizumab , brodalumab ) , anti-IL23 ( guselkumab , tildrakizumab ) , and other biologics ( @DRUG$ , itolizumab ) for patients with moderate to severe psoriasis to provide a ranking of treatments according to their efficacy safety .	@DRUG$ is more effective and safer than @DRUG$ for treating psoriasis.	0
0	Robenacoxib (0.25, 0.5, 1.0, 2.0 and 4.0 mg/kg), placebo and @DRUG$ (0.2 mg/kg) were administered subcutaneously (s.c.) 3 h after the @DRUG$ crystals.	Robenacoxib ( 0.25 , 0.5 , 1.0 , 2.0 and 4.0 atomic number  / kilogram ) , placebo and @DRUG$ ( 0.2 atomic number  / kilogram ) were administered subcutaneously ( s.c. ) trio h after the @DRUG$ crystals .	Robenacoxib ( mg , 0.5 , 1.0 kg 2.0 and 4.0 0.25 / kg ) , placebo and @DRUG$ ( 0.2 ) / , ) were administered subcutaneously ( s.c. mg 3 h after the @DRUG$ crystals .	Robenacoxib ( 0.25 , 0.5 , 1.0 , 2.0 and mg / kg ) , placebo and @DRUG$ ( 0.2 mg / kg ) were administered subcutaneously ( s.c. ) 3 h after the @DRUG$ crystals .	Robenacoxib ( 0.25 , 0.5 , 1.0 , 2.0 and 4.0 mg / kg ) , placebo and @DRUG$ ( 0.2 mg / kg ) were administered subcutaneously ( s.c. ) 3 h after the DRU	1
0	We defined the maximum tolerated dose in GAD patients @DRUG$ 50 @DRUG$ two times a day, twice as high as the highest dose tested in healthy volunteers.	We defined the maximum allow dose in GAD patients @DRUG$ 50 @DRUG$ two prison term a day , twice as high as the highest dose tested in healthy volunteers .	We defined dose maximum tolerated dose highest GAD patients @DRUG$ 50 @DRUG$ two times a day , twice as high as the in the tested in healthy volunteers .	We defined the maximum tolerated dose in GAD patients @DRUG$ 50 @DRUG$ two times a day , twice as as the highest dose tested in healthy volunteers	The maximum tolerated dose in GAD patients is 50 @DRUG$ two times a day, twice as high as the highest dose tested in healthy volunteers.	1
1	In addition, we demonstrated that @DRUG$ amplified, and tiludronate suppressed PGF2alpha-induced VEGF synthesis among bisphosphonates, while @DRUG$ or etidronate had no effect.	indium addition , we demonstrated that @DRUG$ amplified , and tiludronate suppressed PGF2alpha- cause VEGF synthesis among bisphosphonates , while @DRUG$ or etidronate had no effect .	addition In we , demonstrated that @DRUG$ amplified , and tiludronate suppressed PGF2alpha- induced VEGF synthesis among bisphosphonates , while @DRUG$ or etidronate had no effect .	addition , we demonstrated that @DRUG$ amplified , and tiludronate suppressed PGF2alpha- VEGF bisphosphonates , while @DRUG$ or etidronate had no effect .	@DRUG$ amplified PGF2alpha- induced VEGF synthesis among bisphosphonates, while @DRUG$ or etidronate had no effect.	0
0	Following on from this preliminary evidence, controlled studies directly comparing mexazolam with other BZDs showed that the drug is more effective than @DRUG$ and @DRUG$, and is at least as effective as alprazolam.	Following on from this preliminary evidence , controlled read directly liken mexazolam with other BZDs showed that the drug is more effective than @DRUG$ and @DRUG$ , and is at to the lowest degree as effective as alprazolam .	Following on from this preliminary evidence , and other directly comparing mexazolam with studies at showed that the drug is more effective than @DRUG$ controlled @DRUG$ , and is BZDs least as effective as alprazolam .	Following on from this preliminary evidence , controlled studies directly comparing mexazolam with other BZDs showed that drug is more effective than @DRUG$ and @DRUG$ , and at least as effective as alprazolam .	Mexazolam is more effective than both @DRUG$ and @DRUG$, and is at least as effective as alprazolam.	0
0	The treatment phase compared @DRUG$ (5.1 g b.d.) plus docusate placebo to docusate sodium (100 mg b.@DRUG$.) plus psyllium placebo.	The intervention phase compared @DRUG$ ( 5.1 g force b.d. ) plus docusate placebo to docusate sodium ( 100 mg b.@DRUG$ . ) plus psyllium placebo .	The treatment phase mg @DRUG$ ( 5.1 g b.d. ) plus docusate placebo to compared sodium ( 100 docusate b.@DRUG$ . ) plus psyllium placebo .	The treatment phase compared ( 5.1 g b.d. plus docusate placebo to docusate sodium ( 100 mg b.@DRUG$ . ) plus placebo .	@DRUG$ is a drug that is taken orally, in the form of a pill. @DRUG$ is a drug that is taken orally, in the form of a pill, and it is used to treat constipation.	0
0	Namely, albumin binding, faster transport across the bloodbrain barrier, and preferential activity in brain and liver are characteristics of @DRUG$ that potentially explain the observed weight benefit seen in clinical trials, as well @DRUG$ in the real-world practice setting.	namely , albumin binding , faster transport crosswise the bloodbrain roadblock , and preferential activity in brain and liver are characteristics of @DRUG$ that potentially explain the observed weight benefit seen in clinical trials , as substantially @DRUG$ in the real-world practice setting .	Namely , albumin binding preferential potentially transport across the bloodbrain barrier , and , activity in brain and liver are characteristics of @DRUG$ that faster explain the observed as benefit seen in clinical trials real-world weight well @DRUG$ in the , practice setting .	Namely , albumin binding , faster transport the bloodbrain barrier , and preferential activity in brain and are characteristics of @DRUG$ that potentially explain the benefit seen in clinical trials , as well @DRUG$ in real-world practice setting .	@DRUG$ is more likely to result in weight loss because it is better able to cross the blood-brain barrier and is more active in the brain and liver.	1
0	Total excretion of unchanged @DRUG$ accounted for 48.8% of the administered dose in boosted subjects @DRUG$ a result of the inhibition of darunavir metabolism by ritonavir.	Total excretion of unchanged @DRUG$ accounted for 48.8 % of the deal dose in boosted subjects @DRUG$ a result of the inhibition of darunavir metabolic process by ritonavir .	Total excretion 48.8 unchanged @DRUG$ accounted for of % of the administered dose in boosted subjects @DRUG$ a result of the inhibition of darunavir metabolism by ritonavir .	Total excretion of unchanged @DRUG$ accounted for 48.8 % of the administered dose in boosted subjects @DRUG$ a result of inhibition darunavir metabolism by ritonavir .	@DRUG$ is metabolized by @DRUG$, which results in the excretion of unchanged DRUGA.	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, @DRUG$, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, @DRUG$, tolfenamic acid, and tolmetin in urine samples.	This method allowed the spying of therapeutic denseness of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , etodolac , fenbufen , fenoprofen , flufenamic acid , ansaid , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone , naprosyn , niflumic acid , butazolidin , suxibuzone , @DRUG$ , tolfenamic acid , and tolmetin in piss samples .	This method allowed the detection of mofebutazone concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , lonazolac , urine , etodolac , fenbufen , fenoprofen , , acid , flurbiprofen , ibuprofen , , , meclofenamic , ketoprofen , diclofenac flufenamic kebuzone acid , @DRUG$ , therapeutic indometacin naproxen , niflumic acid phenylbutazone , , suxibuzone , @DRUG$ , tolfenamic acid , and tolmetin in diflunisal samples .	This method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , , diclofenac diflunisal , etodolac , fenbufen , , flufenamic acid , flurbiprofen , , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone , naproxen , niflumic , suxibuzone , @DRUG$ , tolfenamic acid , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen ,	1
0	Atomoxetine inhibited binding of radioligands to clonal cell lines transfected with human @DRUG$, @DRUG$ (5-HT) and dopamine (DA) transporters with dissociation constants (K(i)) values of 5, 77 and 1451 nM, respectively, demonstrating selectivity for NE transporters.	Atomoxetine inhibited binding of radioligands to clonal cell lines transfected with human @DRUG$ , @DRUG$ ( 5 - HT ) and dopamine ( da ) conveyer with disassociation constants ( K ( i ) ) values of 5 , 77 and 1451 micromillimeter , respectively , demonstrating selectivity for ne conveyer .	Atomoxetine inhibited binding of respectively to clonal cell lines ) with human @DRUG$ and @DRUG$ ( 5 - HT ) and dopamine ( DA ) transporters with dissociation constants ( K ( i transfected demonstrating values of 77 , 5 , 1451 nM , radioligands , ) selectivity for NE transporters .	Atomoxetine inhibited binding radioligands clonal cell lines transfected with human @DRUG$ , @DRUG$ ( 5 - HT ) and dopamine ( DA ) transporters with dissociation constants ( K ) ) of , 77 and 1451 nM respectively , demonstrating selectivity for NE transporters .	Atomoxetine inhibited binding of radioligands to clonal cell lines transfected with human @DRUG$ and @DRUG$ (5-HT) transporters with dissociation constants (K(i)) values of 5, 77 and 1451 nM, respectively, demonstrating	0
0	In patients with acute GORD with oesophagitis, omeprazole is at least as effective @DRUG$ @DRUG$ or pantoprazole in promoting healing, and superior to ranitidine, cimetidine or cisapride in oesophagitis healing and symptom relief.	In patient role with acute GORD with oesophagitis , omeprazole is at least as effectual @DRUG$ @DRUG$ or pantoprazole in promoting mend , and superior to ranitidine , cimetidine or cisapride in oesophagitis mend and symptom relief .	In effective with acute , with oesophagitis , omeprazole is at least as patients @DRUG$ @DRUG$ or pantoprazole in promoting healing , and superior to ranitidine GORD cimetidine or and in oesophagitis healing cisapride symptom relief .	In patients with acute GORD with oesophagitis , omeprazole is at effective @DRUG$ @DRUG$ or pantoprazole in promoting healing , and superior to ranitidine , cimetidine or in oesophagitis healing and relief .	In patients with acute GORD with oesophagitis, omeprazole is more effective than pantoprazole in promoting healing, and superior to ranitidine, cimetidine, or cisapride in oesophagitis healing and symptom relief.	1
0	@DRUG$ @DRUG$ dinucleotide (NAD) is a ubiquitous biological molecule that participates in many metabolic reactions.	@DRUG$ @DRUG$ dinucleotide ( NAD ) is a omnipresent biological molecule that participates in many metabolic reactions .	@DRUG$ @DRUG$ dinucleotide ( NAD ) is a ubiquitous biological molecule that participates in reactions metabolic many .	@DRUG$ @DRUG$ dinucleotide ( NAD ) is a ubiquitous biological molecule that participates many metabolic reactions .	@DRUG$ and @DRUG$ are two different molecules that are both involved in many metabolic reactions.	0
1	@DRUG$ is a phosphate ester prodrug developed @DRUG$ an alternative to intravenous phenytoin for acute treatment of seizures.	@DRUG$ is a phosphate ester prodrug developed @DRUG$ an alternative to intravenous phenytoin for acute handling of seizures .	@DRUG$ is a phosphate ester prodrug developed @DRUG$ acute alternative to intravenous phenytoin for an treatment of seizures .	@DRUG$ a phosphate ester prodrug developed @DRUG$ an alternative to intravenous phenytoin for acute treatment of seizures .	@DRUG$ is a drug that is converted into @DRUG$ in the body. DRUGB is the active drug that actually treats the seizures.	0
1	The cardioselectivity and hypotensive properties of the beta 1-specific beta-blocker @DRUG$ were investigated using a single-dose comparison of 10 and 20 mg bisoprolol, 100 mg @DRUG$, and placebo in 12 hypertensive asthmatic patients.	The cardioselectivity and hypotensive properties of the beta 1 - specific beta- blocker @DRUG$ were investigated using a single - dosage comparison of ten and 20 mg bisoprolol , hundred mg @DRUG$ , and placebo in 12 hypertensive wheezing patients .	beta cardioselectivity and The properties 1 the beta- of - specific hypotensive blocker @DRUG$ were investigated using a single - dose comparison of 10 and 20 mg bisoprolol , 100 mg @DRUG$ , and placebo in 12 hypertensive asthmatic patients .	The cardioselectivity and hypotensive properties of the beta 1 specific beta- blocker @DRUG$ were investigated using a single - dose comparison of 10 and 20 mg bisoprolol , 100 mg @DRUG$ , and placebo in 12 hypertensive asthmatic patients .	The cardioselectivity and hypotensive properties of the beta 1 - specific beta- blocker @DRUG$ were investigated using a single - dose comparison of 10 and 20 mg bisoprolol , 100 mg @DRUG$ , and placebo in 12 hypertensive asthmatic patients ."DR	0
0	Isoflupredone acetate (II) was used as the internal standard and a 3-micron silica gel column with a mobile phase comprised of @DRUG$-saturated @DRUG$-water-saturated methylene chloride-tetrahydrofuran-acetic acid (350:125:10:15) led to an efficient separation.	Isoflupredone acetate ( II ) was used as the national monetary standard and a 3 - micrometer silica gel column with a mobile phase comprised of @DRUG$ - saturated @DRUG$ - water - saturated methylene chloride - tetrahydrofuran-acetic acid ( 350:125:10:15 ) led to an effective separation .	( methylene Isoflupredone silica ) was used as the with standard and a 3 - micron II gel column internal a mobile phase comprised of @DRUG$ - saturated @DRUG$ - water - saturated acetate chloride - tetrahydrofuran-acetic acid ( 350:125:10:15 ) led to an efficient separation .	Isoflupredone acetate ( II was used as internal standard and a 3 - micron silica gel column with a mobile phase comprised of @DRUG$ - saturated @DRUG$ - water - saturated methylene chloride - tetrahydrofuran-acetic acid 350:125:10:15 ) led to an efficient separation	Isoflupredone acetate ( II ) was used as the internal standard and a 3 - micron silica gel column with a mobile phase comprised of @DRUG$ - saturated @DRUG$ - water - saturated methylene chloride - tetrahydrofuran-acetic acid (	0
0	Serotonin (5-HT) also increased GDNF production through FGFR2 (Tsuchioka, @DRUG$., Takebayashi, M., Hisaoka, K., Maeda, N., and Nakata, @DRUG$. (2008) J. Neurochem.	serotonin ( cinque - HT ) too increase GDNF production through FGFR2 ( Tsuchioka , @DRUG$ . , Takebayashi , M. , Hisaoka , K. , Maeda , N. , and Nakata , @DRUG$ . ( 2008 ) J. Neurochem .	Serotonin M. Hisaoka - HT ) also increased GDNF production through FGFR2 ( Tsuchioka , @DRUG$ . , Takebayashi , ( , . , K. ( Maeda , N. , and Nakata , @DRUG$ 5 , 2008 ) J. Neurochem .	Serotonin ( 5 - HT ) also increased production through ( Tsuchioka @DRUG$ , Takebayashi , M. , Hisaoka , K. , Maeda , N. , and Nakata , @DRUG$ . ( 2008 ) J. Neurochem .	Serotonin ( 5 - HT ) also increased GDNF production through FGFR2 ( Tsuchioka , @DRUG$ . , Takebayashi , M. , Hisaoka , K. , Maeda , N. , and Nakata , @DRUG$ . ( 2008 ) J.	0
0	Safety and tolerability of @DRUG$ @DRUG$ a monotherapy, or in combination with docetaxel as second-line therapy, in Japanese patients with advanced solid malignancies or non-small cell lung cancer.	Safety and tolerability of @DRUG$ @DRUG$ a monotherapy , or in combination with docetaxel as second-line therapy , in Japanese patients with advanced substantial malignity or non-small mobile phone lung cancer .	Safety non-small tolerability with @DRUG$ @DRUG$ a monotherapy , or in combination with solid as second-line therapy , in Japanese patients of advanced docetaxel malignancies or and cell lung cancer .	Safety and of @DRUG$ @DRUG$ a monotherapy , or in combination with docetaxel as second-line therapy in Japanese patients with advanced solid or non-small cell lung cancer .	@DRUG$ is safe and tolerable when used as a monotherapy or in combination with docetaxel as second-line therapy in Japanese patients with advanced solid malignancies or non-small cell lung cancer.	1
0	LAT1-mediated [(14)C]phenylalanine uptake was strongly inhibited in a competitive manner by aromatic-amino acid derivatives including L-dopa, alpha-methyldopa, melphalan, triiodothyronine, and thyroxine, whereas @DRUG$, N-methyl phenylalanine, dopamine, tyramine, carbidopa, and @DRUG$ did not inhibit [(14)C]phenylalanine uptake.	LAT1 - liaise [ ( xiv ) c ] phenylalanine intake was strongly inhibited in a competitive manner by aromatic-amino acid derivatives including L-dopa , alpha-methyldopa , alkeran , liothyronine , and thyroxine , whereas @DRUG$ , N-methyl phenylalanine , dopamine , tyramine , carbidopa , and @DRUG$ did not inhibit [ ( xiv ) c ] phenylalanine intake .	phenylalanine - mediated [ ( 14 ) C ] phenylalanine uptake was strongly inhibited in a competitive manner ( aromatic-amino acid derivatives including L-dopa , alpha-methyldopa , melphalan , triiodothyronine , and and , dopamine @DRUG$ , N-methyl 14 , whereas , tyramine , carbidopa did thyroxine @DRUG$ , not inhibit [ by LAT1 ) C ] phenylalanine uptake .	LAT1 - mediated [ ( 14 ) C ] phenylalanine uptake was strongly inhibited in a manner by aromatic-amino derivatives including L-dopa , , melphalan , triiodothyronine , thyroxine , whereas @DRUG$ , N-methyl phenylalanine , dopamine , , carbidopa , and @DRUG$ did not inhibit ( 14 C ] phenylalanine uptake .	@DRUG$ inhibits LAT1-mediated [ ( 14 ) C ] phenylalanine uptake, while @DRUG$ does not.	0
0	Twelve neutral free amino acids, i.e. @DRUG$, threonine, glutamine, asparagine, alanine, proline, methionine, tyrosine, valine, leucine, isoleucine and phenylalanine, were surveyed for the presence of @DRUG$-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	 neutral free amino acids , i.e. @DRUG$ , threonine , glutamine , asparagine , alanine , proline , methionine , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the presence of @DRUG$ - enantiomers in blood plasma samples from patient with renal diseases and from pattern bailiwick .	Twelve samples free amino acids , , @DRUG$ , and , glutamine , asparagine i.e. alanine , the , methionine , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for proline presence of @DRUG$ - enantiomers in plasma neutral from threonine with renal diseases patients from normal subjects .	Twelve free amino acids , i.e. @DRUG$ , threonine , glutamine , alanine proline , methionine tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the presence of @DRUG$ - enantiomers in plasma samples from with renal diseases and from normal .	Twelve neutral free amino acids were surveyed for the presence of @DRUG$ - enantiomers in plasma samples from patients with renal diseases and from normal subjects .	1
0	The outcome was favourable under aetiologic and symptomatic treatment: administration of D-penicillamine @DRUG$ a @DRUG$ antidote and packed red cell transfusion.	The outcome was prosperous under etiologic and symptomatic treatment : administration of D-penicillamine @DRUG$ a @DRUG$ antidote and packed red cell transfusion .	The and was cell under aetiologic outcome symptomatic treatment : administration of D-penicillamine @DRUG$ a @DRUG$ antidote and packed red favourable transfusion .	outcome was favourable under aetiologic and symptomatic treatment : administration of D-penicillamine @DRUG$ a @DRUG$ antidote and packed red cell transfusion .	The outcome was favourable under aetiologic and symptomatic treatment : administration of D-penicillamine (@DRUG$) , an antidote and packed red cell transfusion .	1
0	Synergy studies with @DRUG$ plus beta-lactamase inhibitors or aminoglycosides against Enterobacteriaceae and @DRUG$. aeruginosa show enhanced killing.	Synergy studies with @DRUG$ summation beta-lactamase inhibitors or aminoglycosides against Enterobacteriaceae and @DRUG$ . aeruginosa show enhanced killing .	Synergy studies with @DRUG$ plus beta-lactamase inhibitors or aminoglycosides against Enterobacteriaceae aeruginosa @DRUG$ . and show enhanced killing .	Synergy studies with @DRUG$ plus beta-lactamase inhibitors aminoglycosides against Enterobacteriaceae @DRUG$ . show enhanced killing .	The combination of @DRUG$ and beta-lactamase inhibitors or aminoglycosides against Enterobacteriaceae and @DRUG$ . aeruginosa results in enhanced killing.	0
0	The treatments that are efficacious for the management of the different non-motor symptoms are as follows: pramipexole for the treatment of depressive symptoms, @DRUG$ for the treatment of psychosis, rivastigmine for the treatment of dementia, and botulinum toxin A (BTX-A) and BTX-B as well @DRUG$ glycopyrrolate for the treatment of sialorrhea.	The treatments that are efficacious for the direction of the unlike non-motor symptoms are as abide by : pramipexole for the treatment of depressive symptoms , @DRUG$ for the treatment of psychosis , rivastigmine for the treatment of dementedness , and botulinum toxin axerophthol ( BTX - axerophthol ) and BTX - B as swell @DRUG$ glycopyrrolate for the treatment of sialorrhea .	The treatments for are efficacious that the management of the different , symptoms psychosis as follows : pramipexole for the treatment of - symptoms , @DRUG$ for the treatment of are , rivastigmine for the treatment A dementia BTX and botulinum toxin of ( BTX - A ) and non-motor depressive B as well @DRUG$ glycopyrrolate for the treatment of sialorrhea .	The treatments that are efficacious for management of the different non-motor symptoms are as follows : pramipexole for treatment of symptoms @DRUG$ for the treatment of psychosis , rivastigmine the treatment of dementia , and botulinum toxin A ( BTX - A and BTX - B as well @DRUG$ glycopyrrolate for the treatment sialorrhea .	The treatments that are efficacious for the management of the different non-motor symptoms are as follows : pramipexole for the treatment of depressive symptoms , @DRUG$ for the treatment of psychosis , rivastigmine for the treatment of dementia , and botulinum toxin A (	1
0	A principal components analysis showed that affinities at the H(1), alpha(2A), alpha(2B), 5-HT(2A), 5-HT(2C), and @DRUG$(6) receptors were most highly correlated with the first principal component, and affinities for the @DRUG$(2), 5-HT(1A), and 5-HT(7) receptors were most highly correlated with the second principal component.	A principal part analysis showed that affinities at the H ( 1 ) , alpha ( 2A ) , alpha ( 2B ) , fivesome - HT ( 2A ) , fivesome - HT ( 2C ) , and @DRUG$ ( sixer ) sensory receptor were most extremely correlated with the first principal part , and affinities for the @DRUG$ (  ) , fivesome - HT ( 1A ) , and fivesome - HT ( 7 ) sensory receptor were most extremely correlated with the instant principal part .	A principal components analysis showed that affinities at ( H ( 1 6 , 2A ( 2A ) , alpha ( component ) ) 5 - HT ( alpha ) , 5 - HT ( 2C ) , and @DRUG$ ( ) ) receptors were most highly correlated with the first principal 2B , and affinities for ) @DRUG$ ( 2 ) , 5 - HT and 1A the , ( 5 - HT the 7 , receptors were most highly correlated with the second principal component .	A principal components analysis showed that affinities at the H ( 1 ) , alpha ( 2A ) , alpha ( 2B , 5 - HT ( ) , 5 - HT ( 2C ) , and @DRUG$ ( ) receptors were most highly correlated with the first principal component , and affinities for the @DRUG$ ( 2 ) , - HT ( 1A ) , and 5 - HT ( 7 ) receptors were most highly correlated with the second principal component .	The first principal component (PC1) accounted for the majority of the variance in the data and was highly correlated with the affinities at the H ( 1 ) , alpha ( 2A ) , alpha ( 2B ) , 5 - HT ( 2A ) , 5 - HT ( 2C	1
0	The safety and tolerability profile of insulin glulisine is also comparable to that of insulin lispro or RHI in type 1 or 2 @DRUG$ and it has been shown to be @DRUG$ safe and effective when used in a continuous subcutaneous insulin infusion (CSII).	The prophylactic and tolerability profile of insulin glulisine is besides comparable to that of insulin lispro or RHI in type 1 or 2 @DRUG$ and it has been shown to be @DRUG$ safe and efficacious when used in a continuous subcutaneous insulin extract ( CSII ) .	The safety and tolerability profile insulin insulin glulisine is also comparable to that used insulin lispro or RHI in type or 1 2 @DRUG$ and it has been shown to be @DRUG$ safe and effective when in of a continuous subcutaneous of infusion ( CSII ) .	The safety tolerability profile of insulin glulisine also comparable to that of insulin lispro or RHI in type 1 or @DRUG$ and it has been shown to be @DRUG$ safe and effective when used in a continuous subcutaneous insulin infusion ( CSII .	Insulin glulisine is just as safe and effective as insulin lispro or RHI when used in people with type 1 or 2 diabetes.	1
0	Of the 42 patients who @DRUG$ the inclusion criteria, 24 received bivalirudin, 13 received argatroban, and 5 received @DRUG$.	Of the 42 patients who @DRUG$ the inclusion criteria , 24 received bivalirudin ,  received argatroban , and v received @DRUG$ .	Of the 42 patients who @DRUG$ the inclusion , , 24 received bivalirudin , 13 received argatroban criteria and 5 received @DRUG$ .	Of the 42 patients who @DRUG$ the inclusion , 24 received bivalirudin , 13 received argatroban , and 5 received @DRUG$ .	Of the 42 patients who met the inclusion criteria, 24 received bivalirudin, 13 received argatroban, and 5 received @DRUG$.	1
0	The composite of the primary outcome and major bleeding at nine days favored @DRUG$ (737 events [7.3 percent] vs. 905 events [9.0 percent]; hazard ratio, 0.81; @DRUG$<0.001).	The composite plant of the primary outcome and major bleeding at nine days favored @DRUG$ ( 737 event [ 7.3 percentage ] vs. 905 event [ 9.0 percentage ] ; hazard ratio , 0.81 ; @DRUG$ <0.001 ) .	The composite ; the primary outcome and major bleeding at nine [ favored @DRUG$ 7.3 737 events [ ( percent ] vs. 905 events days 9.0 percent ] of hazard ratio , 0.81 ; @DRUG$ <0.001 ) .	The composite of primary outcome and major bleeding at nine days favored @DRUG$ ( 737 events [ 7.3 ] vs. 905 events [ 9.0 percent ] ; hazard ratio , 0.81 ; @DRUG$ <0.001 ) .	@DRUG$ was associated with a lower incidence of the composite outcome of primary outcome and major bleeding at nine days, compared to @DRUG$.	0
0	In contrast, @DRUG$ increased midazolam AUC by 1.25 +/- 0.11 (@DRUG$ < 0.05), and reduced oral clearance to 88 +/- 8% of control.	In contrast , @DRUG$ increased midazolam AUC by 1.25 +/- 0.11 ( @DRUG$ < 0.05 ) , and decoct viva voce clearance to 88 +/- 8 % of control .	In contrast , @DRUG$ increased midazolam AUC , 1.25 +/- 0.11 ( @DRUG$ < 0.05 and by ) reduced oral clearance to 88 +/- 8 % of control .	In contrast , @DRUG$ increased midazolam AUC by 1.25 +/- 0.11 @DRUG$ < 0.05 ) , and reduced oral clearance to +/- 8 % of control .	@DRUG$ increased midazolam AUC by 1.25 +/- 0.11 ( @DRUG$ < 0.05 ) , and reduced oral clearance to 88 +/- 8 % of control .	0
0	@DRUG$ is an orally active, non-peptide, nonsulfhydryl angiotensin-converting enzyme (ACE) inhibitor that acts potently and specifically to interrupt the conversion of angiotensin I to @DRUG$ in both plasma and tissue.	@DRUG$ is an orally active , non-peptide , nonsulfhydryl angiotensin-converting enzyme ( ace ) inhibitor that acts powerfully and specifically to interrupt the conversion of angiotonin I to @DRUG$ in both plasma and tissue .	@DRUG$ and an orally active , non-peptide ) nonsulfhydryl and enzyme ( ACE , inhibitor that acts potently angiotensin-converting specifically to interrupt the conversion of angiotensin I to @DRUG$ in both plasma is tissue .	@DRUG$ is an orally active , non-peptide nonsulfhydryl angiotensin-converting enzyme ( ACE ) inhibitor that acts potently specifically to interrupt the conversion of angiotensin I @DRUG$ in plasma and tissue .	@DRUG$ is a drug that inhibits the conversion of angiotensin I to @DRUG$ in both plasma and tissue. It is a non-peptide, nonsulfhydryl ACE inhibitor that acts potently and specifically.	0
0	Cumulative concentration-response curves were established for @DRUG$ (5-HT), noradrenaline (NA), @DRUG$ (DHCO), dihydroergocristine (DHEC), dihydro-alpha-ergokryptine (DH alpha E), dihydro-beta-ergokryptine (DH beta E) and CODE.	Cumulative concentration - answer curves were established for @DRUG$ ( five - HT ) , norepinephrine ( NA ) , @DRUG$ ( DHCO ) , dihydroergocristine ( DHEC ) , dihydro- alpha- ergokryptine ( DH alpha E ) , dihydro- beta-ergokryptine ( DH beta E ) and encipher .	Cumulative concentration - response , were established for @DRUG$ ( 5 - HT ) ( noradrenaline ( NA ) curves @DRUG$ ( DHCO ) , dihydroergocristine , DHEC ) beta-ergokryptine dihydro- dihydro- ergokryptine ( DH alpha E ) , alpha- , ( DH beta E ) and CODE .	Cumulative - response curves were for @DRUG$ ( 5 - HT ) , noradrenaline ) , @DRUG$ ( DHCO ) , dihydroergocristine ( DHEC ) , dihydro- alpha- ergokryptine ( DH alpha ) , dihydro- ( beta E ) and CODE .	The concentration of @DRUG$ affects the response to @DRUG$, and the concentration of DRUGB affects the response to DRUGA.	0
1	Secondary objectives included comparing @DRUG$ with comparators for other lipid modifications and achievement of National @DRUG$ Education Program Adult Treatment Panel III and Joint European Task Force LDL cholesterol goals.	Secondary object lens included comparing @DRUG$ with comparators for other lipid modifications and achievement of National @DRUG$ Education Program Adult handling Panel III and Joint European Task Force LDL cholesterol goal .	Secondary and included comparing @DRUG$ with comparators Task other and modifications objectives achievement of National @DRUG$ Education Program Adult Treatment Panel III lipid Joint European for Force LDL cholesterol goals .	objectives included comparing @DRUG$ with comparators for other lipid modifications and achievement National @DRUG$ Education Program Adult Treatment Panel III and Joint European Task Force LDL cholesterol .	@DRUG$ was compared with other lipid modifications and achievement of National @DRUG$ Education Program Adult Treatment Panel III and Joint European Task Force LDL cholesterol goals.	0
0	An analysis has been made on available experimental and clinical data on @DRUG$ which not only is an effective and well tolerated antihypertensive agent, but also lowers the activities of the renin-@DRUG$ system and sympathetic nervous system.	An analysis has been made on available observational and clinical data point on @DRUG$ which not only is an in force and well tolerated antihypertensive agent , but also lowers the activities of the renin-@DRUG$ system and sympathetic nervous system .	is analysis , been made on available experimental and An data on @DRUG$ which not only clinical an effective and well tolerated antihypertensive agent has but also lowers the activities of the renin-@DRUG$ system and sympathetic nervous system .	An analysis has been made on available experimental and clinical data on @DRUG$ which not only is effective and well tolerated antihypertensive agent , but also lowers the activities of the renin-@DRUG$ system and sympathetic nervous .	@DRUG$ is an effective and well tolerated antihypertensive agent that also lowers the activities of the renin-@DRUG$ system and sympathetic nervous system.	0
0	XR9576 displayed specific high-affinity binding to @DRUG$-gp (Bmax = 275 pmol @DRUG$-1, Kd = 5.1 nM).	XR9576 displayed specific high - chemical attraction binding to @DRUG$ - gp ( Bmax = 275 pmol @DRUG$ -1 , Kd = 5.1 nm ) .	XR9576 displayed specific Kd - affinity binding high @DRUG$ - gp ( Bmax = 275 pmol @DRUG$ -1 , to = 5.1 nM ) .	XR9576 displayed high - affinity binding to @DRUG$ - gp ( = 275 pmol @DRUG$ -1 , Kd = 5.1 nM .	XR9576 displayed specific high - affinity binding to @DRUG$ - gp ( Bmax = 275 pmol @DRUG$ -1 , Kd = 5.1 nM ) ."This means that XR9576 binds specifically to DRUGA with a high affinity and that	0
1	Although the incidence of GI adverse events with @DRUG$ was similar to those of comparator NSAIDs in individual clinical trials, withdrawal rates due to these events were significantly lower with aceclofenac than with @DRUG$ and tenoxicam.	Although the incidence of GI adverse events with @DRUG$ was similar to those of comparator nsaid in individual clinical visitation , withdrawal rates imputable to these events were significantly lower with aceclofenac than with @DRUG$ and tenoxicam .	Although the incidence of GI adverse events with @DRUG$ was similar to of those comparator NSAIDs in individual clinical trials , withdrawal rates due to these and with significantly lower were aceclofenac than with @DRUG$ events tenoxicam .	Although incidence of GI events with @DRUG$ was similar to those of comparator NSAIDs in individual clinical trials , rates due to these events were significantly lower with aceclofenac than with @DRUG$ tenoxicam .	@DRUG$ is similar to other NSAIDs in terms of the incidence of GI adverse events, but withdrawals due to these events are significantly lower with aceclofenac than with @DRUG$ and tenoxicam.	0
0	In a multicentre study, 146 peptic ulcer patients who had recently healed with H2 antagonists (38 gastric, 108 duodenal ulcers) received randomly for a year one of the following mucosal protecting antiulcer drugs: @DRUG$ aluminium salt (AAL), zinc acexamate (ZAC) and @DRUG$ (MAG).	hoosier state a multicentre study , 146 peptic ulcer patients who had recently cure with H2 antagonists ( 38 gastric , 108 duodenal ulcers ) received randomly for a class one of the following mucosal protect antiulcer drug : @DRUG$ aluminium salt ( AAL ) , zinc acexamate ( ZAC ) and @DRUG$ ( MAG ) .	In a multicentre study and 146 peptic ulcer patients who had recently healed with H2 antagonists for 38 zinc , 108 duodenal ulcers ) received randomly ( a year one of the following mucosal protecting antiulcer drugs ZAC @DRUG$ aluminium salt ( gastric ) , AAL acexamate ( : ) , @DRUG$ ( MAG ) .	In a multicentre study peptic patients who had recently healed with H2 ( gastric , 108 duodenal ulcers ) randomly for a year one of the following mucosal protecting antiulcer drugs : @DRUG$ aluminium salt ( AAL ) , zinc acexamate ZAC ) and @DRUG$ ( MAG	Some patients were given @DRUG$, some were given ZAC, and some were given MAG.	1
0	A HPLC method with diode-array detection, at 265 nm, was developed and validated for the determination of ten sulfonamides (SAs): sulfadiazine (SDZ), sulfathiazine (STZ), sulfamethoxine (SMTH), @DRUG$ (SMZ), sulfamethoxypyridazine (SMPZ), sulfamonomethoxine (SMMX), sulfamethoxazole (SMXZ), sulfisoxazole (SIX), sulfadimethoxine (SDMX), and sulfaquinoxaline (SQX) in @DRUG$.	angstrom unit HPLC method with diode-array detection , at 265 new mexico , was developed and validate for the finding of tenner sulfonamides ( special air service ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , @DRUG$ ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX ) , sulfamethoxazole ( SMXZ ) , gantrisin ( SIX ) , sulfadimethoxine ( SDMX ) , and sulfaquinoxaline ( SQX ) in @DRUG$ .	A HPLC for with diode-array detection , at determination nm , was developed and validated method the ) of ten sulfonamides ) SAs ) : sulfadiazine ( SDZ ) , sulfathiazine sulfisoxazole , ( , sulfamethoxine ( SMTH ) , @DRUG$ ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) STZ ) ( SMMX 265 , sulfamethoxazole ( SMXZ ) , ( ( SIX sulfamonomethoxine , sulfadimethoxine ( SDMX ) , and sulfaquinoxaline ( SQX ) in @DRUG$ .	A HPLC with diode-array detection , at nm , developed validated for the determination of ten sulfonamides ( SAs : sulfadiazine ( SDZ , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , @DRUG$ SMZ ) , ( SMPZ ) , sulfamonomethoxine ( SMMX , sulfamethoxazole ( SMXZ ) sulfisoxazole ( SIX ) , sulfadimethoxine ( SDMX ) , and sulfaquinoxaline ( SQX ) in @DRUG$ .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH )	1
0	Circulating levels of @DRUG$, cortisol and aldosterone were similar for both control and @DRUG$-fed steers.	Circulating levels of @DRUG$ , hydrocortisone and aldosterone were similar for both control and @DRUG$ - fed steers .	Circulating levels of @DRUG$ , cortisol and aldosterone - similar for both control and @DRUG$ were fed steers .	Circulating levels @DRUG$ , cortisol and aldosterone similar for both control @DRUG$ - fed steers .	The levels of @DRUG$ were similar in steers that had been fed @DRUG$ and in steers that had not been fed DRUGB.	0
0	On endothelial cells, thrombin-cleaved @DRUG$ (PSt) as well as protein S in complex with C4b-binding protein (C4BP) inhibited prothrombinase activity to the same extent @DRUG$ protein S did.	On endothelial cells , thrombin-cleaved @DRUG$ ( pacific time ) as well as protein S in coordination compound with C4b- binding protein ( C4BP ) inhibited factor x activity to the same extent @DRUG$ protein S did .	On ) cells , well @DRUG$ ( PSt protein as thrombin-cleaved as protein S in complex with C4b- binding ) ( C4BP endothelial inhibited prothrombinase activity to the same extent @DRUG$ protein S did .	On endothelial cells , thrombin-cleaved @DRUG$ ( PSt as well protein S complex with C4b- binding protein ( C4BP ) inhibited prothrombinase activity to the same extent @DRUG$ protein S did .	Thrombin-cleaved @DRUG$ ( PSt ) as well as protein S in complex with C4b- binding protein ( C4BP ) inhibited prothrombinase activity to the same extent @DRUG$ protein S did .	0
0	Little is known about the potential for relebactam or vaborbactam to select for resistance; however, inactivation of the porin protein OmpK36 in K. pneumoniae has been reported to confer resistance to both imipenem-@DRUG$ and @DRUG$-vaborbactam.	Little is love about the potential for relebactam or vaborbactam to pick out for immunity ; however , deactivation of the porin protein OmpK36 in K. pneumoniae has been reported to confer immunity to both imipenem - @DRUG$ and @DRUG$ - vaborbactam .	Little is known about the potential for relebactam or vaborbactam to select for resistance ; however , inactivation to OmpK36 porin protein both in and pneumoniae has been reported of confer resistance to the imipenem - @DRUG$ K. @DRUG$ - vaborbactam .	Little is known about potential for relebactam or vaborbactam to select for resistance ; however , inactivation of the protein in K. pneumoniae has been reported to confer resistance to both imipenem - @DRUG$ and @DRUG$ - vaborbactam .	Little is known about the potential for relebactam or vaborbactam to select for resistance; however, inactivation of the porin protein OmpK36 in K. pneumoniae has been reported to confer resistance to both imipenem-@DRUG$ and @DRUG$	0
0	This report reviews the safety of Aluminum, Calcium, Lithium Magnesium, Lithium Magnesium Sodium, Magnesium Aluminum, Magnesium, Sodium Magnesium, and Zirconium Silicates, Magnesium Trisilicate, Attapulgite, @DRUG$, Fuller's Earth, Hectorite, Kaolin, @DRUG$, Pyrophyllite, and Zeolite as used in cosmetic formulations.	This composition reviews the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium sodium , Magnesium Aluminum , Magnesium , sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , Attapulgite , @DRUG$ , richard buckminster fuller 's Earth , Hectorite , terra alba , @DRUG$ , Pyrophyllite , and Zeolite as ill used in cosmetic formulations .	This report reviews the , of Aluminum , Lithium , , Magnesium , Lithium Magnesium Sodium safety Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate Calcium used , @DRUG$ , Fuller 's Earth , Hectorite , Kaolin , @DRUG$ , Pyrophyllite , and Zeolite as Attapulgite in cosmetic formulations .	This report reviews the safety of Aluminum , Calcium , Magnesium , Magnesium Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , Zirconium Silicates , Magnesium Trisilicate , Attapulgite , @DRUG$ , Fuller 's Earth , Hectorite , Kaolin , @DRUG$ , Pyrophyllite , and Zeolite used in cosmetic formulations .	This report reviews the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , Attapulgite , Fuller 's Earth , Hector	1
0	The intestinal absorption of M-A, M-B, and Cy-C was passive diffusion @DRUG$ the dominating process and Cy-C was partly @DRUG$-dependent.	The intestinal absorption of M-A , M-B , and Cy-C was passive diffusion @DRUG$ the peremptory process and Cy- vitamin c was partly @DRUG$ - dependent .	The intestinal absorption of M-A the M-B , and C was passive diffusion @DRUG$ , dominating process and Cy- Cy-C was partly @DRUG$ - dependent .	The intestinal absorption M-A , M-B , and Cy-C was passive diffusion @DRUG$ the dominating process and Cy- C was partly @DRUG$ - dependent .	M-A, M-B, and Cy-C were all absorbed through passive diffusion, with @DRUG$ being the dominant process. However, Cy-C was also absorbed through @DRUG$, to a lesser extent.	0
0	Quantitation of @DRUG$ in @DRUG$ tissue by thin-layer chromatography.	Quantitation of @DRUG$ in @DRUG$ tissue by thin - level chromatography .	Quantitation of @DRUG$ in @DRUG$ tissue by thin - chromatography layer .	Quantitation of @DRUG$ in @DRUG$ tissue by thin - layer chromatography .	The amount of @DRUG$ in @DRUG$ tissue can be measured by using thin-layer chromatography.	0
0	IP6 plus @DRUG$ enhances the anticancer effect of conventional chemotherapy, controls cancer metastases, and improves the quality of life, @DRUG$ shown in a pilot clinical trial.	IP6 summation @DRUG$ enhances the anticancer effect of conventional chemotherapy , controls cancer metastasis , and improves the quality of life , @DRUG$ shown in a cowcatcher clinical trial .	IP6 effect @DRUG$ enhances the anticancer a of conventional chemotherapy , controls cancer metastases , and improves the quality plus life , @DRUG$ shown in of pilot clinical trial .	IP6 plus @DRUG$ enhances the effect of conventional chemotherapy , controls cancer , and improves the quality of life , @DRUG$ shown in a pilot clinical trial .	IP6 plus @DRUG$ enhances the anticancer effect of conventional chemotherapy, controls cancer metastases, and improves the quality of life.	1
1	@DRUG$ does not have significant effects on plasma levels of HMG-CoA reductase inhibitors commonly known as statins (atorvastatin, fluvastatin, lovastatin, pitavastatin, pravastatin, rosuvastatin, simvastatin), fibric acid derivatives (gemfibrozil, fenofibrate), digoxin, @DRUG$, warfarin and triphasic oral contraceptives (ethinylestradiol and levonorgestrel).	@DRUG$ does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , lescol , lovastatin , pitavastatin , pravachol , rosuvastatin , simvastatin ) , fibric acerb differential ( lopid , fenofibrate ) , digoxin , @DRUG$ , warfarin and triphasic oral contraceptives ( ethinylestradiol and levonorgestrel ) .	@DRUG$ does ) have significant effects on plasma levels of HMG - CoA commonly inhibitors reductase known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , pravastatin , rosuvastatin not digoxin ) ethinylestradiol fibric acid derivatives ( gemfibrozil , fenofibrate , , simvastatin , @DRUG$ , warfarin and triphasic oral contraceptives ( , and levonorgestrel ) .	@DRUG$ does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin fluvastatin , lovastatin pitavastatin , , simvastatin ) , fibric acid ( , fenofibrate ) , digoxin , @DRUG$ , warfarin and triphasic oral contraceptives ( ethinylestradiol and levonorgestrel ) .	@DRUG$ does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , pravastatin , rosuvastatin , simv	1
0	LY248686 in vivo could effectively antagonize the @DRUG$-chloroamphetamine-induced decreases of 5-HT uptake and levels of @DRUG$ and 5-hydroxyindoleacetic acid in cerebral cortex, and block the accumulation of 14C-NE in rat hearts.	LY248686 in vivo could effectively antagonize the @DRUG$ - chloroamphetamine - induced decreases of 5 - HT uptake and charge of @DRUG$ and 5 - hydroxyindoleacetic bitter in cerebral cortex , and block the accumulation of 14C - northeastward in puke hearts .	cortex in vivo could effectively antagonize - @DRUG$ - chloroamphetamine the induced decreases of 5 - HT uptake and acid of @DRUG$ and 5 - hydroxyindoleacetic levels in cerebral LY248686 , and rat the accumulation of 14C - NE in block hearts .	LY248686 in vivo could effectively antagonize the @DRUG$ - chloroamphetamine - induced decreases of 5 - HT uptake and levels of @DRUG$ and 5 - hydroxyindoleacetic acid in cerebral cortex and block the accumulation of 14C - NE hearts	LY248686 in vivo could effectively antagonize the @DRUG$ - chloroamphetamine - induced decreases of 5 - HT uptake and levels of @DRUG$ and 5 - hydroxyindoleacetic acid in cerebral cortex , and block the accumulation of 14C - NE in rat hearts .	0
1	In patients with @DRUG$-related liver disease, the elimination half-life of diphenhydramine was increased from 9 to 15 hours, while in patients with chronic renal disease that of @DRUG$ was very greatly prolonged.	In patients with @DRUG$ - related liver disease , the elimination half - life of benadryl was increased from niner to 15 hours , while in patients with continuing renal disease that of @DRUG$ was very greatly prolonged .	In patients with @DRUG$ very related liver disease , the elimination renal - life of diphenhydramine was increased from 9 15 to hours , while in patients with chronic half disease that of @DRUG$ was - greatly prolonged .	In patients @DRUG$ related liver disease , the elimination half - life of diphenhydramine increased from 9 to 15 hours , while patients with chronic renal disease that @DRUG$ was very greatly prolonged .	In patients with @DRUG$ - related liver disease , the elimination half - life of diphenhydramine was increased from 9 to 15 hours , while in patients with chronic renal disease that of @DRUG$ was very greatly prolonged ."In patients with DRUGA-related liver disease,	0
0	Studies with cultured neurons indicate that @DRUG$ blocks repetitive firing of voltage-sensitive sodium channels and reduces voltage-sensitive T-type calcium currents without affecting @DRUG$-type calcium currents.	Studies with cultured neurons indicate that @DRUG$ blocks repetitive firing of electric potential -sensitive na channels and tighten electric potential -sensitive T-type calcium currents without affecting @DRUG$ - type calcium currents .	calcium Studies cultured neurons indicate that @DRUG$ blocks repetitive voltage of firing -sensitive sodium channels and reduces voltage -sensitive T-type with currents without affecting @DRUG$ - type calcium currents .	Studies with cultured neurons indicate that @DRUG$ blocks repetitive firing of voltage -sensitive sodium channels and reduces voltage T-type calcium currents without affecting @DRUG$ type calcium currents .	@DRUG$ blocks repetitive firing of voltage -sensitive sodium channels and reduces voltage -sensitive T-type calcium currents without affecting @DRUG$ - type calcium currents .	0
0	Twelve neutral free amino acids, i.e. serine, threonine, glutamine, asparagine, alanine, proline, @DRUG$, tyrosine, @DRUG$, leucine, isoleucine and phenylalanine, were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	Twelve indifferent free amino acids , i.e. serine , threonine , glutamine , asparagine , alanine , proline , @DRUG$ , tyrosine , @DRUG$ , leucine , isoleucine and phenylalanine , were surveyed for the presence of D-enantiomers in blood plasma samples from patient with nephritic diseases and from formula subjects .	in for free amino acids , i.e. serine isoleucine threonine , glutamine , asparagine , alanine , proline , @DRUG$ , tyrosine , @DRUG$ , leucine , , and phenylalanine , were surveyed neutral the presence from D-enantiomers Twelve plasma samples of patients with renal diseases and from normal subjects .	neutral free amino acids , i.e. serine , threonine , glutamine , asparagine , alanine , proline , @DRUG$ , @DRUG$ , leucine , and phenylalanine , were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and normal subjects .	Twelve neutral free amino acids were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	1
0	This was confirmed in human positron emission tomography studies, in which [(11)C]@DRUG$ uptake following a single dose of 1 @DRUG$ MRK-409 was comparable to that of placebo, indicating that occupancy of GABA(A) receptor benzodiazepine binding sites by MRK-409 was below the limits of detection (i.e. <10%).	This was substantiate in human positron emission tomography field of study , in which [ ( 11 ) vitamin c ] @DRUG$ uptake stick with a single dose of 1 @DRUG$ MRK - 409 was comparable to that of placebo , indicating that occupancy of gamma aminobutyric acid ( amp ) receptor benzodiazepine binding sites by MRK - 409 was below the limits of detection ( i.e. < 10 % ) .	This was confirmed that human positron ( studies tomography , in which [ ( 11 ) C ] @DRUG$ uptake following a single dose of 1 @DRUG$ MRK - 409 was comparable sites < of % , indicating that occupancy of GABA emission A ) receptor benzodiazepine binding to by MRK - 409 was below the limits of detection ( i.e. in 10 placebo ) .	This was confirmed positron emission studies , in which [ ( 11 ) C ] @DRUG$ uptake a single dose of 1 @DRUG$ MRK 409 was comparable to that of placebo , that of GABA ( A ) receptor benzodiazepine sites by MRK 409 was limits of detection ( i.e. 10 % ) .	The uptake of [ ( 11 ) C ] @DRUG$ following a single dose of 1 @DRUG$ MRK - 409 was comparable to that of placebo, indicating that occupancy of GABA ( A ) receptor benzodiazepine binding sites by MRK - 409 was below the limits of detection ( i	0
0	Triflusal parameters derived from the test and reference drug were as follows: Cmax (16.85 +/- 11.41 vs 14.48 +/- 7.22 mg/@DRUG$), AUC0-t (18.43 +/- 10.91 vs 16.22 +/- 7.58 @DRUG$/l per hour), Tmax (1 range 0.25-2h vs 0.875 range 0.25-1.5 h), and t(1/2) (0.49 +/- 00.27 vs 0.76 +/- 0.64).	Triflusal parameter derived from the quiz and denotation drug were as follows : Cmax ( 16.85 +/- 11.41  14.48 +/- 7.22 mg / @DRUG$ ) , AUC0 -t ( 18.43 +/- 10.91  16.22 +/- 7.58 @DRUG$ / l per hour ) , Tmax ( one tramp 0.25 - 2h  0.875 tramp 0.25 - 1.5 plancks constant ) , and t( 1/2 ) ( 0.49 +/- 00.27  0.76 +/- 0.64 ) .	Triflusal +/- derived from the test / reference - were as follows : Cmax ( 16.85 -t ) vs 14.48 parameters 7.22 mg / @DRUG$ 11.41 , AUC0 +/- ( 18.43 +/- 10.91 vs 16.22 +/- 7.58 @DRUG$ and l per hour ) , vs ( 1 range 0.25 drug 2h vs 0.875 range 0.25 - 1.5 +/- ) , and t( 1/2 ) ( 0.49 h 00.27 Tmax 0.76 +/- 0.64 ) .	Triflusal derived from the and reference drug were as follows : Cmax ( 16.85 +/- vs 14.48 +/- mg / @DRUG$ ) , AUC0 -t ( 18.43 +/- 10.91 vs 16.22 +/- 7.58 @DRUG$ / l per hour ) , ( 1 range 0.25 - 2h vs 0.875 range 0.25 - 1.5 ) , and t( 1/2 ) 0.49 +/- 00.27 vs 0.76 +/- 0.64 ) .	The maximum concentration of triflusal was 16.85 +/- 11.41 mg / @DRUG$ compared to 14.48 +/- 7.22 mg / @DRUG$ . The area under the curve to the last measurable point was 18.43 +/- 10.91 DRUGB / l per	0
0	Acetaminophen, 4 nonsteroidal anti-inflammatory drugs (NSAIDs) (ibuprofen, acetylsalicylic acid [ASA], naproxen sodium, and diclofenac @DRUG$), and 7 triptans (almotriptan, eletriptan, frovatriptan, naratriptan, rizatriptan, sumatriptan, and @DRUG$) have good evidence for efficacy and form the core of acute migraine treatment.	Acetaminophen , 4 nonsteroid anti-inflammatory drugs ( NSAIDs ) ( ibuprofen , acetylsalicylic acid [ ASA ] , naprosyn sodium , and diclofenac @DRUG$ ) , and septet triptans ( almotriptan , eletriptan , frovatriptan , naratriptan , rizatriptan , sumatriptan , and @DRUG$ ) have right evidence for efficaciousness and form the core of acute migraine treatment .	Acetaminophen NSAIDs naratriptan nonsteroidal anti-inflammatory drugs ( , ) ( ibuprofen , acetylsalicylic acid [ ASA ] , naproxen sodium , and rizatriptan @DRUG$ ) , and 7 triptans ( almotriptan , acute , frovatriptan , 4 , , diclofenac sumatriptan , and @DRUG$ ) have good evidence for efficacy and form the core of eletriptan migraine treatment .	Acetaminophen , 4 nonsteroidal anti-inflammatory drugs ( NSAIDs ( ibuprofen , acetylsalicylic [ ASA ] , naproxen sodium , and diclofenac @DRUG$ ) , and triptans ( almotriptan , eletriptan , frovatriptan naratriptan , rizatriptan , sumatriptan , and @DRUG$ ) good evidence for efficacy and form the core of acute migraine .	There is good evidence that acetaminophen, ibuprofen, ASA, naproxen sodium, and diclofenac are effective for treating acute migraine, and these drugs form the core of treatment for this condition.	1
1	Data were analysed using a stratified logrank analysis with results expressed @DRUG$ hazard ratios (HR) and 95% confidence intervals (95% CI), where a HR>1 indicates an event is more likely to occur earlier on phenobarbitone than @DRUG$.	Data were analysed exploitation a stratified logrank analysis with upshot expressed @DRUG$ hazard ratios ( HR ) and 95 % confidence intervals ( 95 % CI ) , where a HR >1 indicates an effect is more likely to occur earliest on phenobarbitone than @DRUG$ .	Data were analysed using a stratified ( analysis with results expressed @DRUG$ hazard ratios ( HR ) and 95 % confidence intervals logrank 95 event CI an , where >1 HR a indicates ) % is more likely to occur earlier on phenobarbitone than @DRUG$ .	Data were analysed using stratified logrank analysis with results expressed @DRUG$ hazard ratios HR and 95 % confidence intervals ( 95 % CI ) , a HR >1 indicates an event is more likely to occur earlier on phenobarbitone than @DRUG$ .	The event (i.e. death) is more likely to occur earlier on phenobarbitone than @DRUG$ .	1
0	The thiocarbamate antimycotics @DRUG$ and tolciclate blocked @DRUG$ biosynthesis in fungal cells and cell extracts, with accumulation of squalene.	The thiocarbamate antimycotics @DRUG$ and tolciclate blocked @DRUG$ biosynthesis in fungal prison cell and cell press out , with accumulation of squalene .	of thiocarbamate antimycotics @DRUG$ and tolciclate blocked @DRUG$ biosynthesis in fungal cells and cell accumulation , with extracts The squalene .	The thiocarbamate antimycotics @DRUG$ and tolciclate blocked @DRUG$ biosynthesis in fungal and cell extracts with accumulation of squalene .	@DRUG$ and tolciclate blocked @DRUG$ biosynthesis in fungal cells and cell extracts, with accumulation of squalene.	0
0	@DRUG$ and @DRUG$.	@DRUG$ and @DRUG$ .	@DRUG$ and @DRUG$ .	@DRUG$ and @DRUG$ .	@DRUG$ is a type of @DRUG$ .	0
0	Rapid and sensitive indirect competitive enzyme-linked immunosorbent assays (ic-ELISA) and gold nanoparticle immunochromatographic strip tests were developed to detect @DRUG$ (TAP), florfenicol (FF) and @DRUG$ (CAP) in milk and honey samples.	Rapid and sensible collateral competitive enzyme-linked immunosorbent assays ( national intelligence community - ELISA ) and gold nanoparticle immunochromatographic strip tests were developed to detect @DRUG$ ( TAP ) , florfenicol ( FF ) and @DRUG$ ( pileus ) in milk and honey samples .	Rapid and florfenicol indirect competitive enzyme-linked ) assays ( ic - ELISA ) and gold nanoparticle immunochromatographic strip tests , developed to detect @DRUG$ ( FF ) were sensitive ( TAP ) and @DRUG$ ( CAP immunosorbent in milk and honey samples .	Rapid and indirect competitive enzyme-linked immunosorbent assays ( ic - ELISA ) and gold nanoparticle immunochromatographic strip tests were developed to @DRUG$ TAP ) , florfenicol ( FF ) and @DRUG$ ( CAP ) in milk and honey samples .	The two substances are related in that they can both be detected using indirect competitive enzyme-linked immunosorbent assays ( ic - ELISA ) and gold nanoparticle immunochromatographic strip tests.	1
0	We used some different monosaccharides and determined that @DRUG$, galactose and alpha-methylglucopyranoside trigger the secretion, while mannitol and @DRUG$ do not.	We expend some different monosaccharides and determined that @DRUG$ , galactose and alpha-methylglucopyranoside trigger the secernment , while mannitol and @DRUG$ do not .	and used some different monosaccharides and not that @DRUG$ , galactose We alpha-methylglucopyranoside trigger the secretion , while mannitol and @DRUG$ do determined .	We used some different monosaccharides and determined that @DRUG$ , and alpha-methylglucopyranoside trigger the secretion , while mannitol and @DRUG$ do not .	@DRUG$ triggers the secretion of @DRUG$, while mannitol does not.	0
0	Nitrate reduction to @DRUG$, nitric oxide and @DRUG$ by gut bacteria under physiological conditions.	nitrate reduction to @DRUG$ , nitric oxide and @DRUG$ by gut bacteria under physiological conditions .	Nitrate reduction to @DRUG$ , oxide nitric and @DRUG$ by gut bacteria under physiological conditions .	reduction to @DRUG$ , nitric oxide and @DRUG$ by gut bacteria under physiological conditions	Nitrate reduction to @DRUG$ and nitric oxide by gut bacteria under physiological conditions.	1
0	In its fully reduced form (@DRUG$), folate serves @DRUG$ a 1-carbon donor for synthesis of purines and thymidine as well as in the remethylation cycle of homocysteine to methionine.	in its fully reduced form ( @DRUG$ ) , folic acid serves @DRUG$ a 1 - carbon donor for synthesis of purines and thymidine as advantageously as in the remethylation cycle of homocysteine to methionine .	thymidine its folate reduced form ( @DRUG$ ) , and serves @DRUG$ a 1 - carbon donor for synthesis of purines fully In as well as in the remethylation cycle of homocysteine to methionine .	In its fully reduced form ( @DRUG$ ) , folate serves @DRUG$ a 1 - carbon donor for synthesis purines and thymidine as well in the cycle of homocysteine to methionine .	@DRUG$ is a necessary component for the synthesis of purines and thymidine, as well as in the remethylation cycle of homocysteine to methionine.	1
0	After single intracaecal administration of [14C]rhein (25 mg kg-1) and [14C]@DRUG$ anthrone (20 @DRUG$ kg-1) to rats, the summated recovery rates of 14C after five days were in urine 37(+/- 8.3)% and 2.8(+/- 0.4)% and in faeces 53(+/- 9.5)% and 95 (+/- 10.1)%, respectively.	After single intracaecal presidential term of [ fourteen C ] rhine river ( 25 mg kg - 1 ) and [ 14C ] @DRUG$ anthrone (  @DRUG$ kg - 1 ) to rats , the tot recovery rates of 14C after five spot days were in piddle 37 ( +/- 8.3 ) % and 2.8( +/- 0.4 ) % and in faeces 53 ( +/- 9.5 ) % and 95 ( +/- 10.1 ) % , respectively .	After single and administration to [ 14 C ] rhein ( 25 mg kg - 1 ) and [ 14C the @DRUG$ anthrone ( intracaecal @DRUG$ kg - 1 ) of rats , 37 summated recovery rates of urine after five ) were in 14C ] ( +/- 8.3 ) % and 2.8( +/- 0.4 days % 20 in faeces 53 ( +/- 9.5 ) % and 95 ( +/- 10.1 ) % , respectively .	After single intracaecal administration of 14 C ] 25 mg kg - 1 ) and [ 14C ] @DRUG$ anthrone ( 20 @DRUG$ kg - 1 ) to rats the summated recovery rates of 14C five days were in urine 37 ( +/- 8.3 ) % and 2.8( +/- 0.4 ) % and in faeces 53 ( +/- 9.5 ) and 95 ( +/- 10.1 ) % , respectively .	After single intracaecal administration of [ 14 C ] rhein ( 25 mg kg - 1 ) and [ 14C ] @DRUG$ anthrone ( 20 @DRUG$ kg - 1 ) to rats , the summated recovery rates of 14C after five days were in urine 37 (	0
0	Four healthy fasting and nonfasting male subjects received, in a crossover fashion, a single 100-mg dose of microcrystalline nitrofurantoin @DRUG$ an aqueous suspension, three different compressed tablets, and a single 100-mg dose of macrocrystalline @DRUG$ in a capsule.	Four healthy fasting and nonfasting manlike subjects received , in a crossover fashion , a single 100 - mg dose of microcrystalline macrodantin @DRUG$ an aqueous suspension , leash different compressed tablets , and a single 100 - mg dose of macrocrystalline @DRUG$ in a space capsule .	Four , fasting and nonfasting male subjects received , in a crossover fashion , 100 single , tablets mg dose of microcrystalline nitrofurantoin @DRUG$ an aqueous suspension healthy three different compressed - a and a single 100 - mg dose of macrocrystalline @DRUG$ in a capsule .	Four healthy fasting nonfasting male received , in a crossover fashion , a single 100 mg dose of microcrystalline nitrofurantoin @DRUG$ an suspension , compressed tablets , and a single 100 - mg dose of macrocrystalline @DRUG$ in capsule .	Four healthy fasting and nonfasting male subjects received a single 100-mg dose of microcrystalline nitrofurantoin @DRUG$ an aqueous suspension, three different compressed tablets, and a single 100-mg dose of macrocrystalline @DRUG$ in a capsule.	0
0	The electron transfer from @DRUG$ and its N-methyl as well @DRUG$ N-phenyl substituted derivatives (N-methylaniline, N,N-dimethylaniline, diphenylamine, triphenylamine) to parent solvent radical cations was studied by electron pulse radiolysis in n-butyl chloride solution.	The electron transfer from @DRUG$ and its N-methyl as well @DRUG$ N-phenyl substituted derivatives ( N- methylaniline , due north , due north - dimethylaniline , diphenylamine , triphenylamine ) to parent result root cations was studied by electron pulsation radiolysis in n-butyl chloride solution .	The electron transfer by @DRUG$ and its N-methyl as , @DRUG$ N-phenyl substituted derivatives ( N- methylaniline , N , N - well dimethylaniline diphenylamine , triphenylamine ) studied parent solvent radical cations was to from electron pulse radiolysis in n-butyl chloride solution .	The electron transfer from @DRUG$ and its N-methyl as well @DRUG$ N-phenyl substituted derivatives ( N- methylaniline , N , N - dimethylaniline , diphenylamine , triphenylamine ) to parent solvent radical cations was studied by radiolysis in chloride solution .	The electron transfer from @DRUG$ and its N-methyl as well @DRUG$ N-phenyl substituted derivatives ( N- methylaniline , N , N - dimethylaniline , diphenylamine , triphenylamine ) to parent solvent radical cations was studied by	0
0	The different pharmacological properties of @DRUG$(@DRUG$) channels from beta cells compared with those from cardiac, smooth and skeletal muscle, are accounted for by the expression of alternative types of sulphonylurea receptor, with non-identical drug binding sites.	The different pharmacological properties of @DRUG$ ( @DRUG$ ) impart from beta cells compared with those from cardiac , smooth and skeletal muscle , are accounted for by the expression of alternative type of sulphonylurea sense organ , with non-identical drug bind sites .	The different pharmacological types receptor @DRUG$ ( @DRUG$ ) channels from beta cells compared with those from cardiac , smooth and skeletal muscle , are with for by the expression of alternative properties drug sulphonylurea of , accounted non-identical of binding sites .	The different pharmacological properties of @DRUG$ ( @DRUG$ ) channels from beta cells compared with from cardiac , smooth and skeletal muscle , are accounted for the expression of alternative types of sulphonylurea receptor , with non-identical drug binding sites .	The different pharmacological properties of @DRUG$ (@DRUG$) channels from beta cells compared with those from cardiac, smooth and skeletal muscle, are accounted for by the expression of alternative types of sulphonylurea receptor, with non-identical drug binding sites.	0
0	The principal toxicities of @DRUG$ include central hypothyroidism, xeroderma and elevation of @DRUG$ and triglycerides.	The main toxicities of @DRUG$ include central hypothyroidism , xeroderma and elevation of @DRUG$ and triglycerides .	of principal toxicities of @DRUG$ include central hypothyroidism , xeroderma and elevation The @DRUG$ and triglycerides .	The principal toxicities of @DRUG$ include central hypothyroidism , xeroderma and elevation of @DRUG$ and triglycerides .	@DRUG$ can cause central hypothyroidism, xeroderma, and elevation of @DRUG$ and triglycerides.	0
0	The usefulness of N-acetyl-L-tyrosine (NAT) and N-acetyl-L-cysteine (@DRUG$) @DRUG$ tyrosine and cysteine precursors during intravenous infusion was investigated in humans.	The usefulness of N-acetyl-L-tyrosine ( NAT ) and N-acetyl-L-cysteine ( @DRUG$ ) @DRUG$ tyrosine and cysteine precursors during intravenous infusion was look into in mankind .	The usefulness ) N-acetyl-L-tyrosine ( NAT of and N-acetyl-L-cysteine ( @DRUG$ ) @DRUG$ tyrosine and cysteine humans during intravenous infusion was investigated in precursors .	The usefulness of N-acetyl-L-tyrosine ( NAT ) and N-acetyl-L-cysteine ( @DRUG$ ) @DRUG$ tyrosine and cysteine precursors during intravenous infusion was investigated in	The usefulness of N-acetyl-L-tyrosine ( NAT ) and N-acetyl-L-cysteine ( @DRUG$ ) @DRUG$ tyrosine and cysteine precursors during intravenous infusion was investigated in humans ."DRUGA is	0
0	n.), were administrated daily in @DRUG$-received (100 @DRUG$/kg/subcutaneous (s.c.)) mice model of aging for eight weeks.	n. ) , were administrated daily in @DRUG$ - received ( 100 @DRUG$ / kg/ subcutaneous ( s.c. ) ) mice model of age for eight workweek .	mice ) , were administrated daily ( @DRUG$ - received in 100 @DRUG$ / kg/ subcutaneous ( s.c. ) ) n. model of aging for eight weeks .	n. , were administrated daily in @DRUG$ received ( 100 @DRUG$ / kg/ subcutaneous ( s.c. ) mice model of aging eight weeks	n. ) @DRUG$ was administrated daily in DRUGA - received ( 100 @DRUG$ / kg/ subcutaneous ( s.c. ) ) mice model of aging for eight weeks .	0
0	@DRUG$ did not modify the basal contractions but concentration-dependently antagonized the ability of @DRUG$ to enhance bladder strip contractions to EFS.	@DRUG$ did not modify the basal contractions but concentration - dependently antagonized the ability of @DRUG$ to enhance vesica strip down contractions to EFS .	@DRUG$ did not modify the basal contractions but concentration - dependently antagonized the ability of @DRUG$ to bladder enhance strip contractions to EFS .	@DRUG$ did not modify the basal but concentration dependently antagonized the ability of @DRUG$ to enhance bladder strip contractions to EFS .	@DRUG$ did not have any effect on the bladder strip contractions when used by itself, but it blocked the ability of @DRUG$ to increase the bladder strip contractions in response to electrical stimulation.	0
0	In this work acylation and deacylation rates were measured against the clinically important enzymes CTX-@DRUG$-15, KPC-2, Enterobacter cloacae @DRUG$, Pseudomonas aeruginosa AmpC, OXA-10, and OXA-48.	indium this work acylation and deacylation rates were measured against the clinically important enzymes CTX - @DRUG$ -  , KPC -2 , Enterobacter cloaca @DRUG$ , Pseudomonas aeruginosa AmpC , OXA - 10 , and OXA -48 .	In this work acylation and deacylation rates -2 -48 against the clinically important enzymes , - @DRUG$ - 15 , KPC were , Enterobacter cloacae @DRUG$ , Pseudomonas aeruginosa AmpC CTX OXA - 10 , and OXA measured .	In this work acylation and deacylation rates were measured against the clinically important enzymes CTX - @DRUG$ - , KPC -2 , Enterobacter cloacae @DRUG$ , Pseudomonas aeruginosa AmpC , OXA - 10 and OXA -48 .	The rates of acylation and deacylation were measured against the clinically important enzymes CTX - @DRUG$ - 15 , KPC -2 , Enterobacter cloacae @DRUG$ , Pseudomonas aeruginosa AmpC , OXA - 10 , and O	0
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): @DRUG$, ritonavir, indinavir, nelfinavir, @DRUG$, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within xxv years after zdv ( 3 ' - azido - 2',3'- dideoxythymidine , zdv ) was offset described as an inhibitor of human immunodeficiency virus replication , xxv anti-HIV drugs have been formally approved for clinical use in the intervention of human immunodeficiency virus infections : septenary nucleoside reverse rna polymerase inhibitor ( NRTIs ) : zdv , didanosine , zalcitabine , stavudine , tc , abacavir and emtricitabine ; one nucleotide reverse rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four spot non-nucleoside reverse rna polymerase inhibitor ( nnrti ) : viramune , delavirdine , efavirenz and etravirine ; ten spot protease inhibitor ( PIs ) : @DRUG$ , norvir , indinavir , viracept , @DRUG$ , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	' 25 years after zidovudine ( inhibitor , - azido - 2',3'- disoproxil , CRI ) was first described as an ; lamivudine HIV transcriptase , 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections : seven nucleoside reverse replication inhibitors ( NRTIs ) : zidovudine , didanosine , one zalcitabine stavudine , and Within abacavir and emtricitabine ; one nucleotide reverse enfuvirtide inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir dideoxythymidine fumarate ( TDF ) ] inhibitor four non-nucleoside reverse transcriptase inhibitors ( , ) : nevirapine , delavirdine , efavirenz of etravirine ; ten protease inhibitors ( PIs ) : @DRUG$ , ritonavir : indinavir , INI , @DRUG$ , lopinavir NNRTIs atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion 3 ( FI ) , transcriptase ; , co-receptor inhibitor ) AZT ) : maraviroc and one integrase inhibitor ( nelfinavir ( : raltegravir .	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have been formally approved for clinical use in treatment of HIV infections : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( ) : tenofovir [ in its oral prodrug form : tenofovir fumarate TDF ] ; four non-nucleoside reverse transcriptase inhibitors ( ) : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitors ( PIs ) : @DRUG$ , ritonavir , indinavir , nelfinavir , @DRUG$ lopinavir , , fosamprenavir , tipranavir and darunavir ; one inhibitor ( FI ) enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) raltegravir .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
0	L523S is an immunogenic lung cancer antigen that has demonstrated preclinical safety when the gene is injected intramuscularly @DRUG$ an expressive plasmid (pVAX/@DRUG$) and when delivered following incorporation into an E1B-deleted adenovirus (Ad/L523S).	L523S is an immunogenic lung genus cancer antigen that has attest preclinical safety when the gene is injected intramuscularly @DRUG$ an expressive plasmid ( pVAX / @DRUG$ ) and when rescue following incorporation into an E1B - blue pencil adenovirus ( Ad/ L523S ) .	L523S is an immunogenic lung cancer antigen E1B has demonstrated preclinical safety following the gene is injected intramuscularly @DRUG$ incorporation Ad/ plasmid ( pVAX / @DRUG$ ) and when delivered when an into an that - deleted adenovirus ( expressive L523S ) .	L523S is an immunogenic lung cancer antigen that has demonstrated preclinical safety when the is injected intramuscularly @DRUG$ an expressive plasmid ( pVAX / @DRUG$ ) and when delivered incorporation E1B - adenovirus ( Ad/ L523S ) .	@DRUG$ is a lung cancer antigen that has been shown to be safe when injected intramuscularly, and it can also be delivered following incorporation into an E1B-deleted adenovirus.	1
0	CONCLUSION: Results indicated that oxatomide and @DRUG$ inhibit the production of leukotriene C4 and leukotriene B4 by inhibiting phospholipase A2 activity, whereas, azelastine inhibits the @DRUG$ production by inhibiting phospholipase A2 and leukotriene C4 synthase.	decision : resultant role indicated that oxatomide and @DRUG$ inhibit the production of leukotriene C4 and leukotriene B4 by subdue phospholipase A2 activity , whereas , azelastine inhibits the @DRUG$ production by subdue phospholipase A2 and leukotriene C4 synthase .	CONCLUSION inhibiting Results indicated that oxatomide and @DRUG$ inhibit the production of leukotriene C4 and leukotriene B4 by inhibiting phospholipase A2 activity , azelastine , whereas inhibits the @DRUG$ production by : phospholipase A2 and leukotriene C4 synthase .	CONCLUSION : Results indicated that oxatomide and @DRUG$ inhibit the production of leukotriene C4 and leukotriene B4 inhibiting phospholipase A2 activity , whereas , azelastine inhibits the @DRUG$ production by phospholipase A2 leukotriene C4 synthase .	Oxatomide and @DRUG$ inhibit the production of leukotriene C4 and leukotriene B4 by inhibiting phospholipase A2 activity. Azelastine inhibits the @DRUG$ production by inhibiting phospholipase A2 and leukot	0
0	In women with moderate acne, @DRUG$ (NG) in association with @DRUG$ (EE) is acknowledged as an effective treatment; this is related to the effect of oral contraceptives on androgen production and transport.	In women with moderate acne , @DRUG$ ( NG ) in association with @DRUG$ ( ee ) is acknowledged as an efficient treatment ; this is related to the impression of oral contraceptives on androgen production and transport .	In women with moderate acne , @DRUG$ ( NG ) in association with @DRUG$ ( EE treatment is is as an this ) ; effective acknowledged related to the effect of oral contraceptives on androgen production and transport .	In women with moderate acne , @DRUG$ ( NG ) in association with @DRUG$ EE ) is acknowledged as an effective ; this related to the effect of oral contraceptives on androgen production and transport .	In women with moderate acne, using @DRUG$ (NG) in combination with @DRUG$ (EE) is a very effective treatment; this is because oral contraceptives have a beneficial effect on androgen production and transport.	0
1	Although @DRUG$ shows higher affinity for 5-HT receptors, @DRUG$ does not fit this profile.	Although @DRUG$ shows higher affinity for 5 - HT receptors , @DRUG$ does not fit this visibility .	Although @DRUG$ shows higher HT for 5 - affinity receptors , @DRUG$ does not fit this profile .	Although @DRUG$ shows higher for 5 - HT , @DRUG$ does fit this profile .	@DRUG$ is more likely to bind to serotonin receptors than @DRUG$, but DRUGB is still able to bind to these receptors to some extent.	0
0	Studies in rodents overwhelmingly point to the lateral prefrontal cortex (LPFC) @DRUG$ a main site of action of @DRUG$.	field in rodents overwhelmingly point to the lateral prefrontal cortex ( LPFC ) @DRUG$ a master site of action of @DRUG$ .	Studies in of a point to the lateral prefrontal cortex ( LPFC ) @DRUG$ overwhelmingly main site rodents action of @DRUG$ .	Studies in rodents overwhelmingly point to the lateral prefrontal cortex ( LPFC ) @DRUG$ a main site of action of @DRUG$ .	Studies in rodents overwhelmingly point to the lateral prefrontal cortex ( LPFC ) as the main site of action of @DRUG$ .	1
0	Due to different physical and chemical properties, @DRUG$ @DRUG$ and a water-soluble, high-osmolar contrast medium provided high contrast density in all segments of the small bowel and a shortening of the transit time to the colon.	Due to different forcible and chemical properties , @DRUG$ @DRUG$ and a water -soluble , high-osmolar contrast mass medium provided highschool contrast denseness in all segments of the small bowel and a shortening of the transit time to the colon .	and to different physical high chemical properties and @DRUG$ @DRUG$ , a water -soluble , high-osmolar contrast medium provided Due contrast density in all segments of the small bowel and transit shortening of the a time to the colon .	Due to different physical and chemical properties , @DRUG$ @DRUG$ and a water -soluble , high-osmolar contrast medium provided high contrast density in all segments of the small bowel and a shortening of the to the colon .	@DRUG$ and @DRUG$ are two different substances that have different physical and chemical properties. DRUGA is water-soluble and has a high contrast density, which makes it ideal for use in small bowel imaging. DRUGB is not water-soluble and does not have a high	0
0	CONCLUSIONS: A single dose of @DRUG$ was noninferior to twice-daily @DRUG$ administered for 7 to 10 days for the treatment of acute bacterial skin and skin-structure infections caused by gram-positive pathogens.	CONCLUSIONS : A ace dose of @DRUG$ was noninferior to twice - daily @DRUG$ administered for heptad to 10 days for the treatment of acute bacterial skin and skin-structure infections caused by gram positive pathogens .	CONCLUSIONS : A single dose of @DRUG$ by noninferior to twice - daily @DRUG$ administered for 7 was 10 days acute the treatment of for bacterial skin and skin-structure infections caused to gram-positive pathogens .	CONCLUSIONS A single dose of @DRUG$ was noninferior to twice - daily @DRUG$ administered for 7 to 10 days for the treatment of skin and skin-structure infections caused by gram-positive pathogens .	A single dose of @DRUG$ was just as effective as twice-daily @DRUG$ administered for 7 to 10 days for the treatment of acute bacterial skin and skin-structure infections caused by gram-positive pathogens .	0
0	This review briefly summarizes the information on the molecular mechanisms of action, pharmacokinetic profiles and drug interactions of novel (third-generation) antiepileptic drugs, including brivaracetam, carabersat, @DRUG$, DP-valproic acid, eslicarbazepine, fluorofelbamate, fosphenytoin, ganaxolone, lacosamide, losigamone, pregabalin, remacemide, retigabine, rufinamide, safinamide, seletracetam, soretolide, stiripentol, talampanel, and @DRUG$.	This review briefly summarizes the entropy on the molecular mechanism of action , pharmacokinetic visibility and drug fundamental interaction of novel ( third - generation ) antiepileptic drug drugs , include brivaracetam , carabersat , @DRUG$ , dp - valproic acid , eslicarbazepine , fluorofelbamate , fosphenytoin , ganaxolone , lacosamide , losigamone , pregabalin , remacemide , retigabine , rufinamide , safinamide , seletracetam , soretolide , stiripentol , talampanel , and @DRUG$ .	This review briefly summarizes the information ganaxolone the molecular mechanisms of action , pharmacokinetic profiles and drug interactions of novel ( losigamone , generation ) antiepileptic drugs , including brivaracetam , carabersat , @DRUG$ , DP - valproic acid , eslicarbazepine , on - fosphenytoin , fluorofelbamate , lacosamide , third , pregabalin , stiripentol , retigabine , rufinamide , safinamide , seletracetam , soretolide , remacemide , talampanel , and @DRUG$ .	This review briefly summarizes the information on the molecular mechanisms of action , pharmacokinetic profiles and drug interactions of novel ( third - generation ) antiepileptic drugs , including brivaracetam , carabersat , @DRUG$ , DP - valproic acid , eslicarbazepine fluorofelbamate , , ganaxolone , , losigamone , pregabalin , remacemide , retigabine , rufinamide , safinamide , seletracetam , soretolide , stiripentol , talampanel , and @DRUG$ .	This review briefly summarizes the information on the molecular mechanisms of action, pharmacokinetic profiles and drug interactions of novel (third-generation) antiepileptic drugs, including brivaracetam, carabersat, @DRUG$, DP-valproic acid, eslicarbaz	1
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus @DRUG$ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/@DRUG$.	In comparative visitation in the management of high blood pressure , the combination of trandolapril 1 or 2 mg /d and isoptin ER one hundred eighty mg /d was statistically undistinguishable from or superior to the combinations of atenolol 50 or c mg /d plus chlorthalidone 12.5 or xxv mg /d , captopril 50 mg / d plus @DRUG$ xxv mg /d , zestril 20 mg / d plus HCTZ 12.5 mg /d , and metoprolol c mg / d plus HCTZ 12.5 mg / @DRUG$ .	In comparative trials in the management 1 2 , and mg of trandolapril of or hypertension mg to the verapamil ER 180 combination /d 50 mg indistinguishable from or superior /d the combinations of atenolol was or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 statistically / d plus @DRUG$ 25 mg /d , lisinopril 20 mg / d plus HCTZ 12.5 mg /d , and metoprolol 100 mg / d plus HCTZ 12.5 mg / @DRUG$ .	In in the management of , the combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable or superior to the of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus @DRUG$ 25 mg /d , lisinopril 20 mg plus HCTZ 12.5 mg /d , metoprolol 100 mg / d plus HCTZ 12.5 mg / @DRUG$ .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	It is unclear whether @DRUG$ can localize in all cell line breast cancer xenografts, @DRUG$ well as breast tumours with multidrug resistance (MDR).	information technology is unclear whether @DRUG$ can localize in all cell line chest cancer xenografts , @DRUG$ well as chest tumours with multidrug resistance ( MDR ) .	It is unclear multidrug @DRUG$ can localize in all cell line breast cancer xenografts , @DRUG$ well whether breast tumours with as resistance ( MDR ) .	It is unclear whether @DRUG$ can localize in all line breast cancer xenografts , @DRUG$ well as breast tumours with multidrug resistance ( MDR )	It is unclear whether @DRUG$ can localize in all cell line breast cancer xenografts, as well as breast tumours with multidrug resistance (MDR).	1
0	, glucose-6-phosphate and glucose-6-phosphate-dehydrogenase had to be added as a @DRUG$/@DRUG$-regenerating system.	, glucose - sestet - phosphate and glucose - sestet - phosphate - dehydrogenase had to be supply as a @DRUG$ / @DRUG$ - regenerating system .	, glucose - 6 - phosphate and glucose - phosphate - 6 - dehydrogenase had a be added as to @DRUG$ / @DRUG$ - regenerating system .	, - 6 - and glucose - 6 - phosphate - dehydrogenase had to be added as a @DRUG$ / @DRUG$ - regenerating system .	@DRUG$ and @DRUG$ are two separate molecules that work together to regenerate each other. DRUGA is a molecule that helps to produce energy in cells, and DRUGB is a molecule that helps to store energy in cells. When DRUGA and DRUGB are together, they	0
0	Included are historical and state of the art information on the in vitro activity, experimental in vivo activity, mode of action, pharmacokinetics, clinical studies, and uses and adverse reactions of imidazoles currently marketed (clotrimazole, miconazole, @DRUG$, ketoconazole, bifonazole, butoconazole, croconazole, fenticonazole, isoconazole, oxiconazole, sulconazole, and tioconazole) and under development (aliconazole and omoconazole), @DRUG$ well as triazoles currently marketed (terconazole) and under development (fluconazole, itraconazole, vibunazole, alteconazole, and ICI 195,739).	Included are historical and united states department of state of the fine art information on the in vitro natural action , data based in vivo natural action , way of action , pharmacokinetics , clinical studies , and uses and untoward reactions of imidazoles currently market ( clotrimazole , monistat , @DRUG$ , ketoconazole , bifonazole , butoconazole , croconazole , fenticonazole , isoconazole , oxiconazole , sulconazole , and tioconazole ) and under development ( aliconazole and omoconazole ) , @DRUG$ easily as triazoles currently market ( terconazole ) and under development ( fluconazole , itraconazole , vibunazole , alteconazole , and ICI 195,739 ) .	Included are omoconazole and state of the art information on the ( vitro activity , , currently vivo activity , mode of action , pharmacokinetics , clinical studies , and and and adverse isoconazole uses imidazoles currently marketed in clotrimazole , miconazole , @DRUG$ ICI ketoconazole , bifonazole , butoconazole , croconazole , fenticonazole of reactions , oxiconazole , sulconazole , and tioconazole ) and under development ( aliconazole , historical ) experimental @DRUG$ well as triazoles in marketed ( terconazole ) and under development ( fluconazole , itraconazole , vibunazole , alteconazole , and , 195,739 ) .	Included are and state of the art information on in vitro activity , experimental in vivo activity , mode action , pharmacokinetics , clinical studies , and uses and adverse reactions currently marketed ( clotrimazole , miconazole , @DRUG$ , ketoconazole , bifonazole , butoconazole croconazole , fenticonazole , , oxiconazole , sulconazole , and tioconazole and under development aliconazole and omoconazole ) , @DRUG$ well as triazoles currently marketed ( terconazole ) and under development ( fluconazole , itraconazole , vibunazole , alteconazole and ICI 195,739 .	Imidazoles currently marketed (clotrimazole, miconazole, @DRUG$, ketoconazole, bifonazole, butoconazole, croconazole, fenticonazole, isoconazole, oxiconazole, sul	1
0	@DRUG$/@DRUG$/Tenofovir Alafenamide: A Review in HIV-1 Infection.	@DRUG$ / @DRUG$ / Tenofovir Alafenamide : A Review in HIV -1 infection .	@DRUG$ -1 @DRUG$ / Tenofovir Alafenamide : A Review in HIV / Infection .	@DRUG$ / @DRUG$ / Tenofovir Alafenamide : A Review in HIV -1 Infection .	@DRUG$ is a drug that is used to treat HIV-1 infection, and @DRUG$ is a drug that is used to treat HIV-1 infection.	0
0	Other SERMs approved or under development for use against breast cancer or osteoporosis include @DRUG$, GW5638, GW7604 (the active metabolite of GW5638), idoxifene, @DRUG$, arzoxifene, bazedoxifene, EM-800 and acolbifene (the active metabolite of EM-800).	Other SERMs approve or under developing for use against titty crab or osteoporosis let in @DRUG$ , GW5638 , GW7604 ( the active metabolite of GW5638 ) , idoxifene , @DRUG$ , arzoxifene , bazedoxifene , EM - 800 and acolbifene ( the active metabolite of EM - 800 ) .	Other SERMs approved or under development for use against breast 800 or include the @DRUG$ , GW5638 , GW7604 ( the active acolbifene of GW5638 ) and idoxifene , @DRUG$ , arzoxifene , bazedoxifene , EM - 800 , metabolite ( osteoporosis active metabolite of EM - cancer ) .	Other SERMs approved under development for use against breast cancer or osteoporosis include @DRUG$ , GW5638 ( the active metabolite of GW5638 ) , idoxifene , @DRUG$ arzoxifene , EM - 800 and acolbifene ( the active metabolite of EM - 800 ) .	@DRUG$ is a SERM that is approved or under development for use against breast cancer or osteoporosis, while @DRUG$ is a SERM that is approved or under development for use against breast cancer or osteoporosis.	0
0	@DRUG$, a heteropolysaccharide commercially derived from the cell wall of higher plants, is mainly used in food as a gelling agent in jams and jellies @DRUG$ well as a stabilizer in fruit juice and milk drinks.	@DRUG$ , a heteropolysaccharide commercially derived from the electric cell surround of higher implant , is mainly used in food as a gelling agent in jams and jellies @DRUG$ well as a stabilizer in fruit juice and milk drinks .	@DRUG$ , a heteropolysaccharide commercially plants from the cell wall of higher derived , is a used in food drinks a gelling agent in jams and jellies @DRUG$ well as mainly stabilizer in fruit juice and milk as .	@DRUG$ , a heteropolysaccharide commercially derived from cell wall of higher plants , is mainly used food as a gelling agent jams and jellies @DRUG$ well as a stabilizer in fruit juice and milk drinks .	@DRUG$ is a substance that is commercially derived from the cell wall of higher plants. It is mainly used in food as a gelling agent in jams and jellies, as well as a stabilizer in fruit juice and milk drinks.	1
0	Still, @DRUG$ demonstrates high activity against the Enterobacteriaceae including extended spectrum beta lactamase and most carbapenemase producers, as well @DRUG$ several of the non-fermenters.	inactive , @DRUG$ demonstrates high activity against the Enterobacteriaceae including hold out spectrum beta lactamase and most carbapenemase producers , as well @DRUG$ several of the non-fermenters .	Still , @DRUG$ demonstrates high activity against the Enterobacteriaceae including the spectrum beta lactamase carbapenemase most and producers , as well @DRUG$ several of extended non-fermenters .	Still , @DRUG$ demonstrates high activity against the Enterobacteriaceae including extended spectrum beta lactamase and most carbapenemase producers , as well @DRUG$ several of the non-fermenters	@DRUG$ is still very effective against Enterobacteriaceae, including those that produce extended spectrum beta lactamases and carbapenemases, while @DRUG$ is also effective against several non-fermenters.	0
1	CONCLUSIONS: @DRUG$, a new once-daily oral prodrug of tenofovir, showed more potent anti-HIV-1 activity and higher intracellular tenofovir levels compared with tenofovir disoproxil fumarate, while maintaining lower plasma @DRUG$ exposure at 40 mg with good tolerability over 14 days of monotherapy.	CONCLUSIONS : @DRUG$ , a new once-daily oral exam prodrug of tenofovir , showed more potent anti-HIV - 1 bodily function and higher intracellular tenofovir levels compare with tenofovir disoproxil fumarate , while maintaining lower plasma @DRUG$ exposure at 40 mg with good tolerability over xiv days of monotherapy .	CONCLUSIONS 14 @DRUG$ , a new days oral prodrug of tenofovir over showed more potent anti-HIV - 1 activity and tolerability intracellular tenofovir levels compared with tenofovir disoproxil fumarate , while maintaining lower plasma @DRUG$ exposure at 40 mg with good higher , : once-daily of monotherapy .	CONCLUSIONS @DRUG$ , a new once-daily oral prodrug tenofovir showed more potent - 1 activity and higher intracellular levels compared with tenofovir disoproxil fumarate , while maintaining lower plasma @DRUG$ exposure at 40 mg with good tolerability 14 days of monotherapy .	@DRUG$ is more potent than @DRUG$ and has higher intracellular levels of tenofovir, while maintaining lower plasma levels of DRUGB.	0
0	Michaelis-Menten kinetics for the pathways revealed mean @DRUG$(m) values ranging from 4.4 to 27.8 microM, and V(max) values of 9.8 to 82 nmol/h/@DRUG$ protein.	Michaelis -Menten kinetics for the pathways disclose mean value @DRUG$ ( m ) values crop from 4.4 to 27.8 microM , and V( max ) values of 9.8 to 82 nmol / h / @DRUG$ protein .	kinetics -Menten Michaelis for the pathways revealed mean @DRUG$ ranging m ) values ( from 4.4 to 27.8 microM , and V( max / values of 9.8 to 82 nmol / h ) @DRUG$ protein .	-Menten kinetics for the pathways revealed mean @DRUG$ ( m ) values ranging from 4.4 27.8 microM and V( max values of 9.8 to 82 nmol / h / @DRUG$ protein .	The higher the concentration of @DRUG$, the more @DRUG$ will be produced.	0
0	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine periods, plasma aldosterone was significantly lower in the efonidipine period than in the @DRUG$ period (123 + or - 118 versus 146 + or - 150 @DRUG$/mL, P = 0.027).	Although the plasma renin bodily process and plasma angiotonin II were not importantly different between the efonidipine and amlodipine periods , plasma aldosterone was importantly lower in the efonidipine period than in the @DRUG$ period ( 123 + or - 118 versus 146 + or - one hundred fifty @DRUG$ / ml , P = 0.027 ) .	Although the period renin activity and plasma angiotensin II were not significantly different between 146 efonidipine and amlodipine periods , plasma aldosterone was + lower in the efonidipine in than plasma or @DRUG$ period ( 123 significantly the - 118 versus the + or - 150 @DRUG$ / mL , P = 0.027 ) .	Although the plasma renin activity and plasma angiotensin II not significantly between the and periods , plasma aldosterone was significantly in the efonidipine period than in the @DRUG$ period ( + or - 118 versus 146 + or - 150 @DRUG$ / mL , P = 0.027 ) .	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine periods, aldosterone was significantly lower in the efonidipine period than in the @DRUG$ period.	1
0	@DRUG$ kinetics after oral administration (6 @DRUG$/kg) showed two peaks.	@DRUG$ kinetics after viva administration ( 6 @DRUG$ / kg ) showed two peaks .	@DRUG$ kinetics ( oral administration after 6 @DRUG$ / kg ) showed two peaks .	@DRUG$ kinetics after oral administration 6 @DRUG$ / kg ) showed .	The kinetics of @DRUG$ after oral administration showed two peaks.	1
0	Telmisartan 80 mg/day was more effective than submaximal dosages of @DRUG$ (50 mg/day) or valsartan (80 mg/day) and was as effective @DRUG$ a fixed-dose combination of losartan 50 mg plus hydrochlorothiazide 12.5 mg over the last 6 hours of the dosage interval and the whole 24-hour postdose interval.	Telmisartan eighty mg / twenty four hour period was more effective than submaximal dosages of @DRUG$ ( 50 mg / twenty four hour period ) or diovan ( eighty mg / twenty four hour period ) and was as effective @DRUG$ a gear up - dose combination of losartan 50 mg plus hydrochlorothiazide 12.5 mg over the last 6 hours of the dosage interval and the wholly 24 -  minutes postdose interval .	Telmisartan 80 the / interval was plus effective than last dosages of @DRUG$ ( 50 mg / day ) or valsartan ( 80 mg / mg ) and was as effective @DRUG$ a fixed - submaximal combination of losartan 50 mg more hydrochlorothiazide 12.5 mg over the dose 6 hours of day dosage interval and the whole 24 - hour postdose day .	Telmisartan 80 mg / day more effective than submaximal dosages of @DRUG$ 50 mg / day ) or ( 80 mg / day ) and was as effective @DRUG$ a fixed - dose combination of losartan 50 mg plus hydrochlorothiazide 12.5 mg the last 6 hours of the dosage interval and the whole 24 hour postdose interval .	Telmisartan 80 mg / day was more effective than submaximal dosages of @DRUG$ ( 50 mg / day ) or valsartan ( 80 mg / day ) and was as effective @DRUG$ a fixed - dose combination of losartan 50 mg plus hydrochloroth	0
0	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, candesartan, butterbur, @DRUG$, coenzyme Q10, and @DRUG$) and 6 received a weak recommendation (divalproex sodium, flunarizine, pizotifen, venlafaxine, verapamil, and lisinopril).	Based on our review , 11 contraceptive drugs invite a secure recommendation for use ( topiramate , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , candesartan , butterbur , @DRUG$ , coenzyme Q10 , and @DRUG$ ) and 6 invite a washy recommendation ( divalproex sodium , flunarizine , pizotifen , venlafaxine , calan , and prinival ) .	, on our review , 11 prophylactic drugs received a strong recommendation for lisinopril ( topiramate , propranolol , , , metoprolol Based amitriptyline , gabapentin , candesartan nadolol butterbur , @DRUG$ , coenzyme Q10 , and @DRUG$ ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , pizotifen , venlafaxine , verapamil , and use ) .	Based on our review 11 prophylactic drugs received a strong recommendation use topiramate , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , candesartan , butterbur @DRUG$ , coenzyme Q10 , @DRUG$ ) and 6 a weak recommendation ( divalproex sodium , flunarizine , pizotifen , venlafaxine , verapamil , lisinopril ) .	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, candesartan, butterbur, @DRUG$,	1
1	@DRUG$ is a prodrug that undergoes de-esterification in the liver to form @DRUG$, its active metabolite.	@DRUG$ is a prodrug that undergoes de-esterification in the liver to form @DRUG$ , its participating metabolite .	@DRUG$ is a prodrug metabolite undergoes de-esterification in the liver to form @DRUG$ , its active that .	@DRUG$ is a prodrug that undergoes in the liver to form @DRUG$ , its active metabolite .	@DRUG$ is a drug that is inactive until it is metabolized in the liver to form @DRUG$, its active metabolite.	0
0	Eleven healthy volunteers were given 5 g of either NAT or @DRUG$ @DRUG$ a 4-hour intravenous infusion.	football team healthy volunteers were return 5 g of either NAT or @DRUG$ @DRUG$ a 4 - hour intravenous infusion .	Eleven healthy volunteers 5 intravenous were g of either NAT or @DRUG$ @DRUG$ a 4 - hour given infusion .	Eleven volunteers were 5 g of either NAT or @DRUG$ @DRUG$ a 4 - intravenous infusion	Eleven healthy volunteers were given 5 g of either NAT or @DRUG$ @DRUG$ a 4 - hour intravenous infusion ."DRUGA is a drug that is given to someone, and DRUGB is the thing that the drug is given to someone for.	0
1	Of these mAbs, 9 are for non-cancer indications (lampalizumab, roledumab, emapalumab, fasinumab, tanezumab, etrolizumab, NEOD001, @DRUG$, anifrolumab) and 10 are for cancer indications (tremelimumab, isatuximab, BCD-100, @DRUG$, camrelizumab, IBI308, glembatumumab vedotin, mirvetuximab soravtansine, oportuzumab monatox, L19IL2/L19TNF).	Of these mAbs , niner are for non-cancer indications ( lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , NEOD001 , @DRUG$ , anifrolumab ) and ten are for genus cancer indications ( tremelimumab , isatuximab , BCD -  , @DRUG$ , camrelizumab , IBI308 , glembatumumab vedotin , mirvetuximab soravtansine , oportuzumab monatox , L19IL2/L19TNF ) .	Of these mAbs , 9 are ( non-cancer indications fasinumab lampalizumab , roledumab , emapalumab , L19IL2/L19TNF , tanezumab , etrolizumab , NEOD001 , @DRUG$ , anifrolumab ) and vedotin are for cancer indications ) tremelimumab , isatuximab , BCD - 100 , @DRUG$ , camrelizumab , IBI308 , glembatumumab 10 , mirvetuximab soravtansine , oportuzumab monatox , ( for .	Of mAbs , 9 are for non-cancer indications ( lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , NEOD001 , @DRUG$ , anifrolumab ) and 10 are for cancer indications ( tremelimumab , isatuximab , BCD - 100 , @DRUG$ , camrelizumab , IBI308 , glembatumumab vedotin , soravtansine , oportuzumab monatox , L19IL2/L19TNF )	Of these mAbs, 9 are for non-cancer indications (lampalizumab, roledumab, emapalumab, fasinumab, tanezumab, etrolizumab, NEOD001, @DRUG$, anifrolum	1
1	The main conclusions are: (i) ergocalciferol (vitamin D2), the form mostly used in supplements and fortified foods, is apparently absorbed with similar efficiency to cholecalciferol (vitamin D3, the main dietary form), (ii) 25-hydroxyvitamin D (25OHD), the metabolite produced in the liver, and which can be found in foods, is better absorbed than the nonhydroxy vitamin D forms cholecalciferol and ergocalciferol, (iii) the amount of fat with which @DRUG$ is ingested does not seem to significantly modify the bioavailability of vitamin D3, (iv) the food matrix has apparently little effect on vitamin D bioavailability, (v) sucrose polyesters (Olestra) and tetrahydrolipstatin (@DRUG$) probably diminish vitamin D absorption, and (vi) there is apparently no effect of aging on vitamin D absorption efficiency.	The main conclusions are : ( i ) ergocalciferol ( vitamin D2 ) , the form for the most part secondhand in supplements and fortified foods , is seemingly soak up with similar efficiency to vitamin d ( vitamin D3 , the main dietetical form ) , ( ii ) 25 - hydroxyvitamin D ( 25OHD ) , the metabolite produced in the liver , and which can be found in foods , is right soak up than the nonhydroxy vitamin D forms vitamin d and ergocalciferol , ( iii ) the amount of fatty tissue with which @DRUG$ is ingested does not seem to significantly modify the bioavailability of vitamin D3 , (  ) the food for thought intercellular substance has seemingly little effect on vitamin D bioavailability , ( quintet ) saccharose polyesters ( Olestra ) and tetrahydrolipstatin ( @DRUG$ ) probably decrease vitamin D absorption , and ( vi ) there is seemingly no effect of get on on vitamin D absorption efficiency .	to main conclusions no : ( i ) ergocalciferol ( vitamin D2 ) and the form and used in supplements and fortified foods , is apparently absorbed with D efficiency The cholecalciferol ( vitamin D3 , the main iv form ) , ( ii ) 25 on hydroxyvitamin D vitamin better apparently , the metabolite produced in the liver , and which can be found in foods , is 25OHD absorbed than the nonhydroxy vitamin D ) cholecalciferol and ergocalciferol , with iii vitamin the amount of fat ( which @DRUG$ is ingested , Olestra seem to significantly modify the bioavailability of vitamin D3 , ( dietary ) the food matrix has apparently little effect - vitamin similar bioavailability , ( v ) sucrose polyesters ( not ) , tetrahydrolipstatin ( @DRUG$ ) probably diminish ( D absorption does mostly ( vi ) there is forms are effect of aging on ) D absorption efficiency .	The main conclusions are : ( i ) ergocalciferol vitamin D2 ) the form mostly used in supplements and fortified foods , is apparently absorbed with similar efficiency to cholecalciferol ( vitamin D3 , the main dietary form ) , ( ii ) 25 - hydroxyvitamin 25OHD ) , the metabolite produced in the liver and which can be found in foods , is better absorbed than the nonhydroxy vitamin D forms cholecalciferol and ergocalciferol , ( iii ) the amount of fat which @DRUG$ is ingested does not seem to significantly modify the bioavailability of vitamin , iv ) the food matrix has apparently little effect on vitamin D bioavailability , ( ) sucrose polyesters Olestra ) and tetrahydrolipstatin ( @DRUG$ ) probably diminish vitamin D absorption , and ( vi ) there is apparently no effect of aging on vitamin D absorption efficiency .	Vitamin D2 (ergocalciferol) and vitamin D3 (cholecalciferol) are both absorbed efficiently, 25-hydroxyvitamin D (25OHD) is better absorbed than the nonhydroxy vitamin D forms, and the food matrix has apparently little effect	1
0	@DRUG$ and @DRUG$ were the predominant amino acids released into the circulation in this preparation.	@DRUG$ and @DRUG$ were the predominant amino acids issue into the circulation in this preparation .	@DRUG$ and @DRUG$ were the predominant amino acids this into the circulation in released preparation .	@DRUG$ @DRUG$ were the predominant amino acids released into the circulation in this preparation .	@DRUG$ and @DRUG$ were the most common amino acids released into the bloodstream in this preparation.	0
0	Rupatadine blocked histamine- and @DRUG$-induced effects in vivo, such @DRUG$ hypotension in rats (ID50 = 1.4 and 0.44 mg/kg i.v., respectively) and bronchoconstriction in guinea pigs (ID50 = 113 and 9.6 micrograms/kg i.v.).	Rupatadine blocked histamine - and @DRUG$ - induced effects in vivo , such @DRUG$ hypotension in rats ( ID50 = 1.4 and 0.44 milligram / kilogram i.v. , severally ) and bronchoconstriction in guinea pigs ( ID50 = 113 and 9.6 mcg / kilogram i.v. ) .	Rupatadine blocked histamine ) and @DRUG$ - induced effects = vivo , = @DRUG$ hypotension in rats ( ID50 in 1.4 and 0.44 mg / kg i.v. , respectively - and bronchoconstriction in kg pigs ( ID50 such 113 and 9.6 micrograms / guinea i.v. ) .	Rupatadine histamine - @DRUG$ - induced effects in vivo , @DRUG$ hypotension in rats ( ID50 = 1.4 and 0.44 / kg i.v. , respectively ) and bronchoconstriction in guinea pigs ( ID50 = 113 and 9.6 micrograms / kg ) .	Rupatadine blocked histamine - and @DRUG$ - induced effects in vivo , such as @DRUG$ hypotension in rats ( ID50 = 1.4 and 0.44 mg / kg i.v. , respectively ) and bronchoconstriction in guinea pigs (	0
0	Several metabolites of tamoxifen, including 4-hydroxy-N-desmethyltamoxifen (metabolite BX), @DRUG$ (metabolite B), N-desmethyltamoxifen (metabolite X), the primary @DRUG$ (metabolite Y), and N-desdimethyltamoxifen (metabolite Z) were identified and their concentrations determined in fluids and feces from patients receiving chronic tamoxifen treatment.	Several metabolites of tamoxifen , including 4- hydroxy-N-desmethyltamoxifen ( metabolite BX ) , @DRUG$ ( metabolite B ) , N-desmethyltamoxifen ( metabolite ex ) , the primary @DRUG$ ( metabolite atomic number  ) , and N-desdimethyltamoxifen ( metabolite Z ) were identified and their concentrations settle in fluids and feces from patients receiving inveterate tamoxifen intervention .	Several metabolites of , , their 4- hydroxy-N-desmethyltamoxifen ( metabolite BX ) , @DRUG$ and metabolite B ) , N-desmethyltamoxifen ( receiving X ) tamoxifen the primary @DRUG$ metabolite metabolite Y ) , ( N-desdimethyltamoxifen ( metabolite Z ) were identified and including concentrations determined in fluids and feces from patients ( chronic tamoxifen treatment .	Several metabolites of tamoxifen , including 4- hydroxy-N-desmethyltamoxifen ( metabolite BX , @DRUG$ ( metabolite B ) , N-desmethyltamoxifen ( metabolite X ) the primary @DRUG$ ( metabolite Y ) and N-desdimethyltamoxifen ( metabolite Z ) identified and their concentrations in and feces from patients receiving chronic tamoxifen treatment .	Tamoxifen is metabolized into several different metabolites, including 4- hydroxy-N-desmethyltamoxifen ( metabolite BX ) , @DRUG$ ( metabolite B ) , N-desmethyltamoxifen ( metabolite X ) ,	1
0	While such features unique to this protein were found as a small degree of dependences on substrate concentration in peptic inhibition and in compositional ratios of insoluble complexes, the interaction of @DRUG$ sulfate with @DRUG$ at acid pH proved essentially similar to that with serum albumin.	While such features unique to this protein were found as a small degree of dependences on substratum concentration in peptic inhibition and in compositional ratios of indissoluble complexes , the interaction of @DRUG$ sulfate with @DRUG$ at acid pH test basically similar to that with serum albumin .	While such features pH to this protein were found as a small degree of dependences on in concentration compositional peptic inhibition and in substrate ratios proved insoluble complexes , the interaction of @DRUG$ sulfate with @DRUG$ at acid unique of essentially similar to that with serum albumin .	While such features unique to this protein were found as a small degree of dependences on substrate concentration in peptic inhibition and in compositional insoluble complexes , the interaction of @DRUG$ sulfate with @DRUG$ at acid pH proved essentially similar to with serum albumin	@DRUG$ sulfate interacts with @DRUG$ in a way that is very similar to the way it interacts with serum albumin.	0
0	In these trials, pramlintide 120 to 270 microg/d reduced glycosylated @DRUG$ (HbA(1c)) by 0.1 % to 0.67%, 1-hour postprandial @DRUG$ (PPG) by 4.4 to 7 mmol/L, and 2-hour PPG by 3.6 to 4.8 mmol/L.	In these trial , pramlintide 120 to 270 microg /d cut glycosylated @DRUG$ ( HbA ( single c ) ) by 0.1 % to 0.67 % , single - hour postprandial @DRUG$ ( PPG ) by 4.4 to heptad mmol / fifty , and 2 - hour PPG by 3.6 to 4.8 mmol / L.	In these trials microg pramlintide 1 to to , /d reduced glycosylated @DRUG$ ( HbA ( 1 PPG ) ) by 0.1 % to 0.67 % , 120 - hour postprandial @DRUG$ ( c ) by 4.4 to 7 mmol mmol L , and 2 - hour PPG by 3.6 270 4.8 / / L.	In these trials , pramlintide 120 to 270 /d reduced glycosylated @DRUG$ ( HbA ( 1 c ) ) by 0.1 % to 0.67 % , 1 - hour postprandial @DRUG$ PPG ) by to 7 / L , - hour PPG by 3.6 to 4.8 mmol / L.	Pramlintide 120 to 270 microg /d reduced glycosylated @DRUG$ ( HbA ( 1 c ) ) by 0.1 % to 0.67 % , 1 - hour postprandial @DRUG$ ( PPG ) by 4.4 to 7	0
1	However, @DRUG$ clearance is not altered by coadministration of propranolol, @DRUG$, disulfiram, oral contraceptives or ethanol.	However , @DRUG$ clearance is not altered by coadministration of propranolol , @DRUG$ , antabuse , oral contraceptive or ethanol .	However , @DRUG$ clearance is not altered by coadministration of propranolol , @DRUG$ , ethanol contraceptives oral , or disulfiram .	However , @DRUG$ clearance not altered by coadministration of propranolol , @DRUG$ , disulfiram , oral contraceptives or ethanol .	@DRUG$ clearance is not altered by coadministration of propranolol, @DRUG$, disulfiram, oral contraceptives or ethanol.	0
0	It also competitively inhibited @DRUG$-induced platelet aggregation in washed @DRUG$ platelets (WRP) (pA2 = 6.68 +/- 0.08) and in human platelet-rich plasma (HPRP) (IC50 = 0.68 microM), while not affecting ADP- or arachidonic acid-induced platelet aggregation.	It besides competitively inhibited @DRUG$ - induced platelet aggregation in washed @DRUG$ platelets ( WRP ) ( pA2 = 6.68 +/- 0.08 ) and in homo platelet - fertile plasm ( HPRP ) ( IC50 = 0.68 microM ) , while not affecting adenosine diphosphate - or arachidonic acid-induced platelet aggregation .	- also competitively inhibited @DRUG$ It induced platelet aggregation in washed @DRUG$ platelets ( pA2 ) ( 6.68 = WRP +/- 0.08 ) and in human platelet - or plasma ( HPRP ) ( IC50 = 0.68 microM ) , while not affecting ADP - rich arachidonic acid-induced platelet aggregation .	It also competitively inhibited @DRUG$ induced platelet aggregation in @DRUG$ platelets ( WRP ) ( pA2 = 6.68 +/- ) in human platelet - rich plasma ( HPRP ) IC50 = 0.68 microM ) while affecting ADP - or acid-induced platelet aggregation .	@DRUG$ competitively inhibited @DRUG$ - induced platelet aggregation in both washed DRUGB platelets and human platelet - rich plasma.	0
0	CONCLUSION: There was no statistically significant difference between one-week triple therapy regimen (omeprazole, @DRUG$, @DRUG$) with high dose omeprazole (2 x 40 mg/day) and regimen with low dose omeprazole (2 x 20 mg/day) in curing H. pylori infection in patients with active duodenal ulcer disease.	CONCLUSION : There was no statistically important difference between one- week triple therapy regimen ( omeprazole , @DRUG$ , @DRUG$ ) with high dose omeprazole ( 2 x 40 mg / day ) and regimen with moo dose omeprazole ( 2 x 20 mg / day ) in heal H. pylori transmission in patient role with fighting duodenal ulcer disease .	CONCLUSION : There ( no statistically in difference between one- week therapy triple regimen was omeprazole , @DRUG$ , @DRUG$ ) with high H. day ( 2 x 40 regimen / omeprazole ) and mg with low dose omeprazole ( 2 x 20 mg / day ) in curing dose pylori infection significant patients with active duodenal ulcer disease .	CONCLUSION : There was no statistically significant difference between week triple therapy regimen ( omeprazole , @DRUG$ , @DRUG$ ) with high dose omeprazole ( 2 x 40 mg / ) and regimen low dose omeprazole ( 2 x 20 mg / day ) in curing H. pylori infection in patients active duodenal ulcer disease .	There was no statistically significant difference between one- week triple therapy regimen ( omeprazole , @DRUG$ , @DRUG$ ) with high dose omeprazole ( 2 x 40 mg / day ) and regimen with low dose omeprazole ( 2 x 20 mg / day ) in	0
0	Further studies are warranted to show the role of human @DRUG$ in the antitumor efficacy of @DRUG$.	Further studies are warranted to show the role of human @DRUG$ in the antitumour efficacy of @DRUG$ .	Further studies are warranted to show the role the human @DRUG$ in of antitumor efficacy of @DRUG$ .	Further studies are warranted to show role of human @DRUG$ in antitumor efficacy of @DRUG$ .	Further studies are needed to determine how human @DRUG$ affects the ability of @DRUG$ to fight tumors.	0
0	After a single oral dose of hydroxyzine, 0.7 mg/kg (mean dose 39.0 +/- 5.4 mg), the mean maximum serum @DRUG$ concentration of 72.5 +/- 11.1 @DRUG$/ml occurred at a mean time of 2.1 +/- 0.4 hr.	After a unity viva dose of vistaril , 0.7 mg / kg ( mean dose 39.0 +/- 5.4 mg ) , the mean maximum serum @DRUG$ concentration of 72.5 +/- 11.1 @DRUG$ / ml occurred at a mean prison term of 2.1 +/- 0.4 hr .	0.7 a single oral dose of hydroxyzine dose After mg / kg ( mean , 39.0 at 5.4 mg ) +/- the mean maximum serum @DRUG$ concentration of 72.5 , 11.1 @DRUG$ / ml occurred +/- a mean time of 2.1 +/- 0.4 hr .	After a single oral dose of hydroxyzine , 0.7 mg / kg ( mean dose 39.0 +/- 5.4 mg ) , the mean maximum serum @DRUG$ concentration of 72.5 +/- 11.1 @DRUG$ / ml occurred at a mean time of +/- .	After a single oral dose of hydroxyzine, the mean maximum serum @DRUG$ concentration of 72.5 +/- 11.1 @DRUG$/ml occurred at a mean time of 2.1 +/- 0.4 hr.	0
0	At week 12, bempedoic acid reduced the mean LDL cholesterol level by 19.2 @DRUG$ per deciliter, representing a change of -16.5% from baseline (difference vs. placebo in change from baseline, -18.1 percentage points; 95% confidence interval, -20.0 to -16.1; @DRUG$<0.001).	astatine week 12 , bempedoic acid reduced the miserly LDL cholesterol level by 19.2 @DRUG$ per decilitre , representing a change of - 16.5 % from baseline ( difference vs. placebo in change from baseline , - 18.1 share points ;  % confidence interval , - 20.0 to - 16.1 ; @DRUG$ <0.001 ) .	At week 12 , bempedoic - reduced the mean LDL cholesterol level by 19.2 @DRUG$ per deciliter , representing a change , - acid % from baseline ( difference vs. placebo in percentage from baseline 16.5 , 18.1 change points ; 95 % confidence interval of - 20.0 to - 16.1 ; @DRUG$ <0.001 ) .	At week 12 , bempedoic acid reduced the mean LDL cholesterol level by 19.2 @DRUG$ deciliter , representing a change of - % from baseline ( difference vs. placebo change from baseline , - 18.1 percentage points % interval , - 20.0 to - 16.1 @DRUG$ )	At week 12, bempedoic acid reduced the mean LDL cholesterol level by 19.2 @DRUG$ per deciliter, representing a change of -16.5% from baseline (difference vs. placebo in change from baseline, -18.1 percentage points; 95% confidence interval	1
0	All groups received 20 @DRUG$ of @DRUG$ and 50 mg of chlorpromazine im during the first 3 days, followed by wash-out for 2 days and then oral pipotiazine, haloperidol or placebo for the following 21 days.	All chemical group received 20 @DRUG$ of @DRUG$ and 50 mg of chlorpromazine im during the first 3 days , be by dampen - out for ii days and then oral pipotiazine , haloperidol or placebo for the following 21 days .	50 groups received for @DRUG$ pipotiazine @DRUG$ and All mg of or im during the first 3 days , followed by wash - out for 2 days and then oral of , haloperidol chlorpromazine placebo 20 the following 21 days .	All groups received 20 @DRUG$ of @DRUG$ and 50 mg of chlorpromazine im during the first 3 days , followed by wash - out for 2 days then oral pipotiazine , haloperidol or placebo for the following 21 days .	All groups received 20 doses of @DRUG$, which was a combination of @DRUG$ and chlorpromazine, during the first 3 days. There was a 2 day wash-out period, and then the participants were given oral pipotiazine, haloperidol, or placebo for the	0
0	Permethrin also appeared more effective in reducing itch persistence than either @DRUG$ (94 participants, 1 trial) or @DRUG$ (490 participants, 2 trials).	Permethrin also appeared more effectual in reducing itch persistence than either @DRUG$ ( 94 player , 1 trial ) or @DRUG$ ( 490 player , 2 trials ) .	Permethrin also appeared more , in reducing itch persistence than either @DRUG$ 94 ( participants , 1 trial ) or @DRUG$ ( 490 participants effective 2 trials ) .	Permethrin appeared more effective in reducing itch either @DRUG$ ( 94 participants , 1 trial or @DRUG$ participants , 2 trials ) .	Permethrin also appeared more effective in reducing itch persistence than either @DRUG$ ( 94 participants , 1 trial ) or @DRUG$ ( 490 participants , 2 trials ) ."DRUGA is more effective than DRUGB in reducing itch persistence.	0
0	There are two protease inhibitors, @DRUG$ (VX-950, Vertex) and boceprevir (SCH 503034, Schering-Plough); and three polymerase inhibitors, valopicitabine (NM283, Idenix), @DRUG$ (Roche), and HCV-796 (Viropharma) that have advanced to late-stage clinical trials.	in that location are  proteolytic enzyme inhibitors , @DRUG$ ( VX - 950 , vertex ) and boceprevir ( SCH 503034 , Schering - Plough ) ; and three polymerase inhibitors , valopicitabine ( NM283 , Idenix ) , @DRUG$ ( Roche ) , and HCV - 796 ( Viropharma ) that have get ahead to late-stage clinical trials .	There are two protease inhibitors have @DRUG$ ( advanced - , , Vertex ) and ) ( SCH 503034 , Roche - Plough ) ; and three polymerase inhibitors , valopicitabine ( NM283 , Idenix boceprevir , @DRUG$ ( Schering ) , and HCV - 796 ( Viropharma ) that 950 VX to late-stage clinical trials .	There are two protease inhibitors , @DRUG$ ( VX - 950 , Vertex ) boceprevir SCH 503034 , Schering - Plough ) ; and three polymerase inhibitors , valopicitabine , Idenix ) , @DRUG$ ( Roche ) , and HCV - 796 ( Viropharma ) that have advanced to clinical trials .	There are two protease inhibitors (@DRUG$ and boceprevir) and three polymerase inhibitors (valopicitabine, @DRUG$, and HCV-796) that have advanced to late-stage clinical trials.	0
0	In comparative clinical trials, caspofungin was no less effective than liposomal amphotericin B in the empirical treatment of neutropenic patients with persistent fever, amphotericin B @DRUG$ in the treatment of invasive candidiasis or @DRUG$ in the treatment of oesophageal candidiasis.	inward relative clinical trials , caspofungin was no less effective than liposomal amphotericin B in the empiric treatment of neutropenic patients with haunting fever , amphotericin B @DRUG$ in the treatment of invasive candidiasis or @DRUG$ in the treatment of oesophageal candidiasis .	In comparative clinical trials , than was no less caspofungin effective liposomal amphotericin B in the empirical candidiasis of neutropenic patients with persistent fever , amphotericin B @DRUG$ invasive the treatment of in candidiasis or @DRUG$ in the treatment of oesophageal treatment .	In comparative clinical trials , caspofungin was no than liposomal amphotericin in the empirical treatment of neutropenic patients with persistent fever , amphotericin B @DRUG$ in the treatment of invasive candidiasis or @DRUG$ in the treatment of oesophageal candidiasis .	Caspofungin is just as effective as liposomal amphotericin B in the treatment of various infections, including fever, candidiasis, and oesophageal candidiasis.	1
1	The relative hypnotic efficacy of @DRUG$ compared with that of @DRUG$ and zolpidem is not yet clearly established.	The relative hypnotic efficacy of @DRUG$ compared with that of @DRUG$ and zolpidem is not yet clearly instal .	The relative hypnotic efficacy of @DRUG$ compared with that and @DRUG$ of zolpidem is not yet clearly established .	The hypnotic efficacy of @DRUG$ compared with that of @DRUG$ and zolpidem is not yet clearly established .	It is not yet clear if @DRUG$ is more effective than @DRUG$ at making people sleepy.	0
0	Need for more than one dose of surfactant was significantly lower in infants treated with an initial dose of 200 mg/kg poractant alfa in comparison to the @DRUG$-treated group ( @DRUG$ < 0.002).	Need for more than unmatchable dot of surfactant was significantly lower in infants treated with an initial dot of cc mg / kg poractant alfa in comparison to the @DRUG$ - treated group ( @DRUG$ < 0.002 ) .	Need for more than one dose / surfactant was significantly lower in infants alfa with an initial kg of 200 mg of dose poractant treated in comparison to the @DRUG$ - treated group ( @DRUG$ < 0.002 ) .	Need for than one dose surfactant was significantly lower in infants treated with an initial dose of 200 mg kg poractant in comparison to the @DRUG$ - treated group ( @DRUG$ < 0.002 ) .	The need for more than one dose of surfactant was significantly lower in infants treated with an initial dose of 200 mg / kg poractant alfa in comparison to the @DRUG$ - treated group.	1
0	The prostaglandin (PG) mediated pain (@DRUG$-, @DRUG$- and acetic acid-induced writhing) was inhibited by all the three types of compounds, however, pain reaction where PGs are not involved (MgSO4-writhing) was inhibited only by rimazolium and morphine but not, or only slightly, by PG synthesis inhibitors.	The prostaglandin ( PG ) intermediate pain ( @DRUG$ - , @DRUG$ - and acetic acid-induced writhing ) was inhibited by all the triplet types of heighten , even so , pain response where PGs are not involved ( MgSO4 - writhing ) was inhibited only by rimazolium and morphia but not , or only slightly , by PG synthesis inhibitors .	The prostaglandin ( PG ) mediated ) ( @DRUG$ - , @DRUG$ - and acetic acid-induced writhing pain was was by all the three types of compounds , however , pain reaction where by are not involved ( writhing - MgSO4 ) inhibited inhibited PGs only rimazolium and morphine but not , or only slightly , by PG synthesis inhibitors .	The prostaglandin ( PG ) mediated pain ( @DRUG$ - , @DRUG$ and acetic acid-induced writhing ) was inhibited by all the three types of however , pain where PGs not involved ( MgSO4 - writhing ) was inhibited only by rimazolium and morphine but not , or only slightly by PG synthesis inhibitors .	The prostaglandin ( PG ) mediated pain ( @DRUG$ - , @DRUG$ - and acetic acid-induced writhing ) was inhibited by all the three types of compounds , however , pain reaction where PGs are not involved ( MgSO4 - writhing ) was inhibited	0
0	A tiamulin @DRUG$ >2 microg/ml was obtained for 14% (n=13) of the isolates and these were also tested against doxycycline, salinomycin, valnemulin, @DRUG$ and aivlosin.	A tiamulin @DRUG$ >2 microg / cc was obtained for 14 % ( n=13 ) of the isolate and these were as well tested against doxycycline , salinomycin , valnemulin , @DRUG$ and aivlosin .	A tiamulin @DRUG$ >2 microg / ml for obtained was salinomycin % ( n=13 ) of the isolates and these were also tested against doxycycline , 14 , valnemulin , @DRUG$ and aivlosin .	tiamulin @DRUG$ >2 microg / ml was obtained for 14 % ( n=13 ) of the isolates and these were also tested against doxycycline salinomycin , valnemulin , @DRUG$ and aivlosin .	A tiamulin @DRUG$ >2 microg / ml was obtained for 14 % ( n=13 ) of the isolates and these were also tested against doxycycline , salinomycin , valnemulin , @DRUG$ and aivlosin ."This	0
0	Chronic systemic @DRUG$ exposure induces memory loss, neurodegeneration, and oxidative damage in mice: protective effects of R-@DRUG$.	Chronic systemic @DRUG$ exposure induct memory loss , neurodegeneration , and oxidative damage in mice : protective impression of R-@DRUG$ .	Chronic systemic @DRUG$ , induces memory loss exposure neurodegeneration , and oxidative mice in damage : protective effects of R-@DRUG$ .	Chronic systemic @DRUG$ exposure induces , neurodegeneration , and oxidative in mice protective effects of R-@DRUG$ .	Chronic systemic @DRUG$ exposure can cause memory loss, neurodegeneration, and oxidative damage in mice. However, the protective effects of R-@DRUG$ may help to prevent these negative effects.	0
0	Eight weeks after disease induction, anti-PDGF-D therapy significantly ameliorated focal segmental glomerulosclerosis, podocyte damage (de novo desmin expression), tubulointerstitial damage, and fibrosis as well @DRUG$ the accumulation of renal interstitial matrix including type III collagen and @DRUG$.	Eight weeks after disease elicitation , anti-PDGF - d therapy significantly ameliorated focal segmental glomerulosclerosis , podocyte damage ( diamond state novo desmin expression ) , tubulointerstitial damage , and fibrosis as well @DRUG$ the accumulation of renal interstitial matrix including type deuce ace collagen and @DRUG$ .	de weeks after disease induction , anti-PDGF - D therapy significantly ameliorated focal segmental novo , podocyte damage ( Eight glomerulosclerosis desmin expression ) well tubulointerstitial damage fibrosis and , as , @DRUG$ the accumulation of renal interstitial matrix including type III collagen and @DRUG$ .	Eight weeks after disease induction , anti-PDGF - D significantly ameliorated segmental glomerulosclerosis , podocyte damage ( de novo desmin expression ) , tubulointerstitial damage , fibrosis as well @DRUG$ the accumulation of renal interstitial matrix including type III collagen @DRUG$ .	Anti-PDGF-D therapy significantly ameliorated focal segmental glomerulosclerosis, podocyte damage, tubulointerstitial damage, and fibrosis as well as the accumulation of renal interstitial matrix including type III collagen.	1
0	The A allele independently increased the odds of requiring a low @DRUG$ dose [odds ratio (OR) 9.4; 95% confidence interval (CI) 1.9-46.4; @DRUG$ = 0.006], especially when the homozygous form was present (OR 44.2; 95% CI 5.5-354.6; P < 0.001).	The group a allele severally increased the odds of requiring a low gear @DRUG$ dose [ odds ratio ( OR ) 9.4 ; 95 % confidence interval ( CI ) 1.9-46.4 ; @DRUG$ = 0.006 ] , particularly when the homozygous form was present ( OR 44.2 ; 95 % CI 5.5-354.6 ; phosphorus < 0.001 ) .	The A ( independently increased the odds 95 requiring ; low @DRUG$ dose [ odds ratio ( OR % 9.4 ; 95 % confidence interval ( CI ) 1.9-46.4 ; @DRUG$ = 0.006 form , especially when the homozygous ] was present allele OR 44.2 ; of ) CI 5.5-354.6 a P < 0.001 ) .	The A independently increased the odds of requiring a low @DRUG$ dose [ odds ratio OR ) 9.4 ; 95 % confidence interval ( CI ) 1.9-46.4 ; @DRUG$ = 0.006 ] , especially when the homozygous form was present ( OR ; 95 CI 5.5-354.6 ; < ) .	The A allele independently increased the odds of requiring a low @DRUG$ dose [ odds ratio ( OR ) 9.4 ; 95 % confidence interval ( CI ) 1.9-46.4 ; @DRUG$ = 0.006 ] , especially when the homozygous form was present ( OR	0
1	OBJECTIVES: To compare the clinical effectiveness of zaleplon, @DRUG$ or zopiclone (Z-drugs) with either benzodiazepines licensed and approved for use in the UK for the short-term management of insomnia (diazepam, loprazolam, @DRUG$, lormetazepam, nitrazepam, temazepam) or with each other.	object : To compare the clinical effectiveness of zaleplon , @DRUG$ or zopiclone ( Z- drug ) with either benzodiazepines licensed and approved for use in the united kingdom for the short- condition management of insomnia ( diazepam , loprazolam , @DRUG$ , lormetazepam , nitrazepam , restoril ) or with each other .	OBJECTIVES : To compare the clinical effectiveness of zaleplon , @DRUG$ or zopiclone drugs Z- ( ) with either benzodiazepines licensed in approved for use and the UK for ( short- term management , insomnia the diazepam , loprazolam , @DRUG$ of lormetazepam , nitrazepam , temazepam ) or with each other .	: To compare the clinical effectiveness of zaleplon , @DRUG$ or zopiclone ( Z- drugs ) with either benzodiazepines licensed and approved for use in the UK for the term management of insomnia ( diazepam , loprazolam , @DRUG$ lormetazepam , nitrazepam , temazepam or with each other .	Zaleplon was found to be as effective as all the benzodiazepines licensed and approved for use in the UK for the short-term management of insomnia, and was also as effective as zopiclone.	1
0	In patients with acute GORD with oesophagitis, omeprazole is at least as effective @DRUG$ lansoprazole or pantoprazole in promoting healing, and superior to ranitidine, cimetidine or @DRUG$ in oesophagitis healing and symptom relief.	In patients with penetrating GORD with esophagitis , omeprazole is at least as effective @DRUG$ lansoprazole or pantoprazole in promoting cure , and superior to ranitidine , cimetidine or @DRUG$ in esophagitis cure and symptom relief .	In patients with acute GORD with promoting , omeprazole is at to as effective @DRUG$ lansoprazole or symptom in oesophagitis healing , and superior least ranitidine , cimetidine or @DRUG$ in oesophagitis healing and pantoprazole relief .	In with acute GORD with oesophagitis , omeprazole is least as @DRUG$ lansoprazole or pantoprazole in promoting , and superior to ranitidine , cimetidine @DRUG$ in oesophagitis healing symptom relief .	In patients with acute GORD with oesophagitis, omeprazole is more effective than lansoprazole or pantoprazole in promoting healing, and superior to ranitidine, cimetidine, or other drugs in oesophagitis healing and symptom relief.	1
1	Prednisolone, 40 mg/day, a dose with antiinflammatory potency equivalent to 20 @DRUG$/day cloprednol, given subsequently to two subjects under identical conditions resulted in sodium and potassium excretion results similar to those of @DRUG$, 20 mg/day, but produced a much greater increase in nitrogen and calcium excretion.	Prednisolone , 40 mg / day , a dose with antiinflammatory potency equivalent to xx @DRUG$ / day cloprednol , render later on to two subjects under identical conditions resulted in sodium and potassium excretion results similar to those of @DRUG$ , xx mg / day , but produced a much dandy increase in n and calcium excretion .	Prednisolone , 40 mg / much , a dose with antiinflammatory potency equivalent to 20 @DRUG$ / day cloprednol , given subsequently to day subjects under identical mg resulted in sodium and / excretion results similar day those of @DRUG$ , 20 conditions potassium two , but produced a to greater increase in nitrogen and calcium excretion .	Prednisolone , 40 mg day , a dose with antiinflammatory potency equivalent to 20 @DRUG$ / day cloprednol given subsequently to two subjects under conditions resulted in sodium potassium excretion results similar to those of @DRUG$ 20 mg / day , but a much greater increase in nitrogen and calcium excretion .	Prednisolone, 40 mg/day, a dose with antiinflammatory potency equivalent to 20 @DRUG$/day cloprednol, given subsequently to two subjects under identical conditions resulted in sodium and potassium excretion results similar to those of @DRUG$, 20 mg/day, but	0
0	Selective cytochrome P450 inhibitors for CYP1A1/2 (@DRUG$ and 7,8-benzoflavone) and CYP3A4 (troleandomycin, gestodene, and @DRUG$) inhibited the formation of desmethylcyclobenzaprine, a major metabolite of cyclobenzaprine, in human liver microsomes.	Selective cytochrome P450 inhibitor for CYP1A1/2 ( @DRUG$ and 7,8- benzoflavone ) and CYP3A4 ( troleandomycin , gestodene , and @DRUG$ ) inhibited the formation of desmethylcyclobenzaprine , a john major metabolite of cyclobenzaprine , in human liver colored microsomes .	7,8- cytochrome P450 , for CYP1A1/2 ( @DRUG$ and of benzoflavone ) and CYP3A4 ( troleandomycin inhibitors gestodene , and @DRUG$ ) inhibited the formation Selective desmethylcyclobenzaprine , a major metabolite of cyclobenzaprine , in human liver microsomes .	Selective cytochrome P450 for CYP1A1/2 ( @DRUG$ and 7,8- benzoflavone ) and CYP3A4 ( troleandomycin , gestodene , and @DRUG$ inhibited the formation of desmethylcyclobenzaprine , major metabolite of cyclobenzaprine , in human liver microsomes .	@DRUG$ and @DRUG$ are selective cytochrome P450 inhibitors that inhibit the formation of desmethylcyclobenzaprine in human liver microsomes.	0
0	In general, the @DRUG$ and peginterferon plus @DRUG$ treatment is highly effective and its adverse events are similar to those of peginterferon plus ribavirin only, the exception being milder, reversible jaundice.	atomic number  general , the @DRUG$ and peginterferon plus @DRUG$ treatment is highly effective and its adverse event are similar to those of peginterferon plus ribavirin only , the exception being milder , two sided jaundice .	In general , milder @DRUG$ and peginterferon plus @DRUG$ treatment is highly effective and its adverse events are similar to ribavirin of peginterferon plus those only , the exception being the , reversible jaundice .	general , the @DRUG$ and peginterferon plus @DRUG$ treatment is highly effective and adverse events similar to those of peginterferon plus , the exception milder , reversible jaundice	The @DRUG$ and peginterferon plus @DRUG$ treatment is highly effective and its adverse events are similar to those of peginterferon plus ribavirin only, the exception being milder, reversible jaundice.	0
0	The concentrations of isoeugenyl acetate ranged from 20 to 4689 p.p.m. 13 products (44%) contained 64.9-1755.0 @DRUG$.p.m. isoeugenyl methyl @DRUG$.	The absorption of isoeugenyl acetate ranged from 20 to 4689 p.p.m. 13 mathematical product ( 44 % ) contained 64.9-1755.0 @DRUG$ .p.m. isoeugenyl methyl @DRUG$ .	The concentrations of isoeugenyl acetate ranged from 20 to 4689 p.p.m. 13 64.9-1755.0 products 44 % ) contained ( @DRUG$ .p.m. isoeugenyl methyl @DRUG$ .	The concentrations of isoeugenyl acetate from 20 to 4689 p.p.m. 13 ( 44 % contained 64.9-1755.0 @DRUG$ .p.m. isoeugenyl methyl @DRUG$ .	44% of the products contained 64.9-1755.0 @DRUG$ p.p.m. isoeugenyl methyl @DRUG$ .	0
0	The interval from injection to estrus for the 89 heifers that exhibited estrus in the synchronization period averaged 49.0 h and was not different among the @DRUG$ and @DRUG$ treated groups.	The interval from shot to estrus for the 89 heifers that exhibited estrus in the synchronization period average out 49.0 h and was not different among the @DRUG$ and @DRUG$ treated aggroup .	for interval from injection to estrus was the 89 heifers that exhibited estrus in treated synchronization period averaged 49.0 h and The not different among the @DRUG$ and @DRUG$ the groups .	The interval from injection to estrus for the 89 heifers that exhibited estrus in the synchronization period averaged 49.0 h and was not different among @DRUG$ and @DRUG$ treated groups .	There was no difference in the average time it took for the heifers to become fertile after being injected with either @DRUG$ or @DRUG$.	0
1	Comparison of the efficacy and safety of rosuvastatin versus atorvastatin, @DRUG$, and @DRUG$ across doses (STELLAR* Trial).	Comparison of the efficacy and safety of rosuvastatin versus atorvastatin , @DRUG$ , and @DRUG$ crossways doses ( prima * Trial ) .	Comparison of the efficacy and safety of across versus atorvastatin , @DRUG$ , rosuvastatin @DRUG$ and doses ( STELLAR * Trial ) .	Comparison of the efficacy and safety of rosuvastatin versus atorvastatin , @DRUG$ and @DRUG$ across doses ( STELLAR * Trial ) .	The efficacy and safety of rosuvastatin is compared to atorvastatin across doses in the STELLAR Trial.	1
0	The possibility of using anxiolytics such @DRUG$: buspirone, @DRUG$, meprobamate and beta-blockers: metoprolol and oxprenolol is also considered in order to treat the anxiety appearing as one of the symptoms of abstinence.	The possibility of using anxiolytics such @DRUG$ : buspirone , @DRUG$ , meprin and beta-blockers : metoprolol and oxprenolol is also considered in order to treat the anxiety coming into court as one of the symptoms of abstention .	one possibility of using anxiolytics such @DRUG$ : buspirone treat @DRUG$ , meprobamate and beta-blockers : metoprolol and oxprenolol The also considered in order to , the anxiety appearing as is of the symptoms of abstinence .	The possibility of using anxiolytics such @DRUG$ : buspirone , @DRUG$ , meprobamate and beta-blockers : metoprolol and oxprenolol is also considered in order to treat the anxiety appearing as one of the symptoms of .	The possibility of using @DRUG$ (anxiolytics such as buspirone, meprobamate, and beta-blockers such as metoprolol and oxprenolol) to treat the anxiety appearing as one of the symptoms of abstinence is also considered.	1
0	SN-38, @DRUG$, is the active metabolite of @DRUG$ (CPT-11), a topoisomerase I inhibitor commercially available as Camptosar.	SN - 38 , @DRUG$ , is the active agent metabolite of @DRUG$ ( CPT - 11 ) , a topoisomerase I inhibitor commercially uncommitted as Camptosar .	SN - topoisomerase , @DRUG$ , is the active metabolite of @DRUG$ ( CPT - 11 commercially , a 38 I inhibitor ) available as Camptosar .	SN - 38 , @DRUG$ , is the active metabolite @DRUG$ ( CPT - , a topoisomerase I inhibitor commercially available as Camptosar .	SN - 38 is the active metabolite of @DRUG$ ( CPT - 11 ), a topoisomerase I inhibitor commercially available as Camptosar .	1
1	Compared to @DRUG$ IR 86 mg, the prolonged-release characteristics of tapentadol PR 86 @DRUG$ were evident with a lower Cmax (22.5 ng/ml vs. 64.2 ng/ml), a longer time to Cmax (5.0 h vs. 1.5 h), a higher half-value duration (HVD: 12.5 h vs. 3.6 h), and a longer mean residence time (MRT: 10.6 h vs. 6.0 h).	compare to @DRUG$ IR 86 mg , the drawn out - release characteristics of tapentadol porto rico 86 @DRUG$ were evident with a lower Cmax ( 22.5 ng / ml vs. 64.2 ng / ml ) , a foresighted time to Cmax ( 5.0 h vs. 1.5 h ) , a high half - note value continuance ( HVD : 12.5 h vs. 3.6 h ) , and a foresighted have in mind residence time ( MRT : 10.6 h vs. 6.0 h ) .	Compared 86 @DRUG$ IR to mg , the prolonged - 64.2 characteristics of tapentadol PR 86 @DRUG$ were evident with a lower Cmax ( value ng / ml vs. h ) / ml ) , a longer h to Cmax ( 5.0 h vs. 1.5 h ) , vs. higher half time 22.5 duration ( HVD : 12.5 time a 3.6 release ) , and a longer mean residence - ( MRT : 10.6 h vs. 6.0 h ng .	Compared to @DRUG$ IR 86 mg , the - release characteristics of tapentadol PR 86 @DRUG$ were evident with lower Cmax ( 22.5 ng / ml 64.2 / ml ) , a longer time to Cmax ( 5.0 h vs. 1.5 h ) a higher half value duration ( HVD : 12.5 h vs. 3.6 h ) and a longer mean residence time ( MRT : 10.6 h vs. 6.0 h ) .	Compared to @DRUG$ IR 86 mg, the prolonged-release characteristics of tapentadol PR 86 @DRUG$ were evident with a lower Cmax (22.5 ng/ml vs. 64.2 ng/ml), a longer time to Cmax (5.0 h vs.	0
0	Food had a significant effect (P < .01) on the extent of absorption (AUC(0-infinity) = 37.4 +/- 15.4 @DRUG$ x h/@DRUG$ [fed] vs 46.6 +/- 16.8 mg x h/L [fasted]), rate of absorption was considerably (P < .001) prolonged (t(max) = 1.5 +/- 0.4 hours [fed] vs 0.7 +/- 0.2 hours [fasted]), and peak concentrations were significantly (P < .001) decreased (C(max) = 9.2 +/- 2.9 mg/L [fed] vs 13.0 +/- 1.8 mg/L [fasted]).	food had a significant core ( atomic number  < .01 ) on the extent of immersion ( auc ( 0 - infinity ) = 37.4 +/- 15.4 @DRUG$ x h/@DRUG$ [ fed ] vs 46.6 +/- 16.8 milligram x h/L [ fast ] ) , rank of immersion was substantially ( atomic number  < .001 ) prolonged ( t( easy lay ) = 1.5 +/- 0.4 hours [ fed ] vs 0.7 +/- 0.2 hours [ fast ] ) , and peak concentrations were importantly ( atomic number  < .001 ) decreased ( C( easy lay ) = 9.2 +/- 2.9 milligram / L [ fed ] vs 13.0 +/- 1.8 milligram / L [ fast ] ) .	Food had a significant effect ( h/L 0.4 .01 ) @DRUG$ the extent of absorption ( AUC ( 0 - infinity ) = 37.4 +/- 15.4 on x h/@DRUG$ [ hours ] vs 46.6 +/- 16.8 mg x ] [ fasted ) ) , rate of absorption was considerably ( P < .001 ) prolonged ( t( max / [ 1.5 +/- < 0.7 [ fed ] vs hours ) 0.2 fed [ fasted ] ) , and peak concentrations were significantly ( P < .001 ) decreased ( C( max fed = 9.2 +/- 2.9 mg / L [ ] P vs 13.0 +/- 1.8 mg +/- L = fasted ] ) .	Food had a significant effect ( P < .01 ) on absorption ( AUC ( 0 infinity ) = 37.4 +/- 15.4 @DRUG$ x h/@DRUG$ [ fed ] vs 46.6 +/- 16.8 mg x h/L [ fasted ] ) , rate of absorption was considerably ( P < .001 ) prolonged ( t( max ) 1.5 +/- 0.4 [ fed ] vs 0.7 +/- 0.2 hours [ fasted ] ) , and peak concentrations significantly ( P < .001 ) decreased ( C( max ) = 9.2 +/- 2.9 mg / L [ fed ] vs 13.0 1.8 mg L [ fasted ] ) .	Food had a significant effect ( P < .01 ) on the extent of absorption ( AUC ( 0 - infinity ) = 37.4 +/- 15.4 @DRUG$ x h/@DRUG$ [ fed ] vs 46.6 +/- 16.8 mg x h/L [ fasted	0
0	Positive and relevant patch test reactions to @DRUG$, @DRUG$ well as the bufexamac-containing ointment, were seen in 20 out of these 35 patients (57%), and sensitization occurred even after short-term application.	Positive and relevant temporary hookup test reactions to @DRUG$ , @DRUG$ well as the bufexamac-containing salve , were seen in 20 out of these 35 patients ( 57 % ) , and sensitization occurred even after shortstop -term application .	Positive and relevant patch test reactions to @DRUG$ , @DRUG$ well in the bufexamac-containing ointment , were seen as 20 35 57 these out patients ( of % ) , and sensitization occurred even after short -term application .	Positive and relevant patch reactions @DRUG$ @DRUG$ well as the bufexamac-containing ointment , were seen in 20 of these patients ( 57 % ) , and sensitization occurred even after short -term application .	Positive and relevant patch test reactions to @DRUG$ and @DRUG$ were seen in 20 out of these 35 patients (57%), and sensitization occurred even after short-term application.	0
0	In an in vivo study, the single-dose pharmacokinetics of MPA did not change significantly when misoprostol (200 microg) was given alone or concomitantly with 975 @DRUG$ of @DRUG$.	In an in vivo field , the i - dose pharmacokinetics of MPA did not change significantly when misoprostol (  microg ) was given alone or concomitantly with 975 @DRUG$ of @DRUG$ .	In an in vivo significantly , the single - of was of MPA did not change study when misoprostol ( 200 microg ) pharmacokinetics given alone or concomitantly with 975 @DRUG$ dose @DRUG$ .	In an in vivo study the - dose pharmacokinetics of MPA not change significantly when ( 200 microg ) was given alone or concomitantly with 975 @DRUG$ of @DRUG$ .	When misoprostol (200 microg) was given alone or concomitantly with 975 @DRUG$ of @DRUG$, the single-dose pharmacokinetics of MPA did not change significantly.	0
0	This review addresses the findings of this systematic search, including the need for new oral anticoagulants, the development and pharmacology of @DRUG$, and the results of completed @DRUG$ well as ongoing trials with rivaroxaban.	This review addresses the findings of this taxonomic search , including the need for new oral anticoagulants , the ontogeny and pharmacology of @DRUG$ , and the results of completed @DRUG$ well as ongoing tryout with rivaroxaban .	This review addresses the findings well this systematic search , including the need for new oral anticoagulants , the development and pharmacology as @DRUG$ , and the results of completed @DRUG$ of of ongoing trials with rivaroxaban .	This review addresses the findings of this systematic search including for new oral anticoagulants , the development and pharmacology of @DRUG$ , and the results completed @DRUG$ as trials with rivaroxaban .	@DRUG$ is a new oral anticoagulant that has been developed, and @DRUG$ is an ongoing trial with rivaroxaban.	0
0	(45--91 @DRUG$/ml @DRUG$ equiv.)	( 45 - - 91 @DRUG$ / cc @DRUG$ equiv . )	( 45 91 - - @DRUG$ / ml @DRUG$ equiv . )	( 45 - - 91 @DRUG$ / ml @DRUG$ equiv . )	For every 45 milliliters of @DRUG$, there is 91 milliliters of @DRUG$ equivalent.	0
0	Three possible contenders for the replacement of @DRUG$ as first-line treatment are scrutinized: @DRUG$, aromatase inhibitors and low-dose FSH.	ternion potential contenders for the replacement of @DRUG$ as first-line treatment are scrutinized : @DRUG$ , aromatase inhibitors and low-dose FSH .	Three possible contenders for the replacement of @DRUG$ as treatment first-line low-dose scrutinized : @DRUG$ , aromatase inhibitors and are FSH .	Three possible contenders for the replacement of @DRUG$ as first-line treatment are scrutinized : @DRUG$ , aromatase inhibitors and low-dose FSH .	There are three possible replacements for @DRUG$ as the first-line treatment: @DRUG$, aromatase inhibitors, and low-dose FSH.	0
1	Effects of @DRUG$ and chlordiazepoxide on turnover and uptake of @DRUG$ in the brain.	Effects of @DRUG$ and librium on turnover and uptake of @DRUG$ in the brain .	Effects on @DRUG$ and chlordiazepoxide of turnover and uptake of @DRUG$ in the brain .	Effects of @DRUG$ and chlordiazepoxide turnover and uptake of @DRUG$ in the brain .	@DRUG$ affects the way @DRUG$ is processed by the brain.	0
0	Injection of carrageenan into the pleural cavity of rats elicited an acute inflammatory response characterized by: fluid accumulation in the pleural cavity which contained a large number of neutrophils (PMNs) as well as an infiltration of PMNs in lung tissues and subsequent lipid peroxidation, and increased production of nitrite/@DRUG$ (NOx), @DRUG$ (PGE2), tumour necrosis factor alpha, (TNFalpha), interleukin-1beta (IL-1beta), interleukin-6 (IL-6) and interleukin-10 (IL-10).	Injection of carrageenan into the pleural cavity of skunk elicited an keen inflammatory response characterise by : liquid accretion in the pleural cavity which contained a large number of neutrophile ( PMNs ) as well as an infiltration of PMNs in lung tissues and subsequent lipid peroxidation , and increased production of nitrite / @DRUG$ ( night ) , @DRUG$ ( PGE2 ) , neoplasm necrosis factor out alpha , ( TNFalpha ) , interleukin-1beta ( IL -1beta ) , interleukin - 6 ( IL - 6 ) and interleukin - 10 ( IL - 10 ) .	large of an into the pleural cavity of rats elicited an acute inflammatory response characterized by : fluid accumulation in the pleural cavity 6 contained a Injection number of ( ( as ) , well as carrageenan infiltration of PMNs in lung tissues and subsequent PMNs peroxidation , tumour increased production of nitrite / @DRUG$ ( NOx ) , @DRUG$ ( PGE2 ) , 10 necrosis factor alpha , neutrophils TNFalpha ) lipid interleukin-1beta ( IL -1beta ) , interleukin - which ( IL - 6 ) and interleukin - and ( IL - 10 ) .	Injection of carrageenan into the pleural cavity of rats an acute inflammatory response characterized by : fluid accumulation in the pleural cavity which contained a large number of neutrophils ( PMNs ) as well as an infiltration of PMNs in lung tissues and subsequent lipid peroxidation , and increased production nitrite / @DRUG$ ( NOx ) @DRUG$ ( PGE2 ) , tumour necrosis alpha ( TNFalpha , interleukin-1beta ( IL -1beta ) interleukin - 6 ( IL - 6 ) and - 10 ( IL - 10 ) .	Injection of carrageenan into the pleural cavity of rats elicited an acute inflammatory response characterized by : fluid accumulation in the pleural cavity which contained a large number of neutrophils ( PMNs ) as well as an infiltration of PMNs in lung tissues and subsequent lipid peroxidation	1
0	The kinetics of @DRUG$ were dose dependent with the apparent volume of distribution (V/@DRUG$) varying from 920 L at a dose of 3.1 mg of perindoprilat to 470 L at a dose of 12.3 mg, in normal volunteers.	The kinetics of @DRUG$ were dose dependent with the evident volume of distribution ( V / @DRUG$ ) varying from 920 L at a dose of 3.1 atomic number  of perindoprilat to 470 L at a dose of 12.3 atomic number  , in convention voluntary .	of kinetics of @DRUG$ were dose dependent with the varying volume of distribution ( V / @DRUG$ ) apparent from 920 L at a volunteers The 3.1 mg of perindoprilat to 470 L dose a dose of 12.3 mg , in normal at .	The kinetics of @DRUG$ were dose dependent with the volume of distribution ( V / @DRUG$ ) varying from 920 L at a dose of mg of perindoprilat to 470 L at a dose 12.3 mg , in normal volunteers .	The kinetics of @DRUG$ were dose dependent with the apparent volume of distribution ( V / @DRUG$ ) varying from 920 L at a dose of 3.1 mg of perindoprilat to 470 L at a dose of 12.3 mg , in normal volunteers ."In	0
0	Oxidative stress, @DRUG$ noted by renal nitrotyrosine level and urine @DRUG$, were elevated in this model and was significantly reduced by nicorandil treatment.	Oxidative stress , @DRUG$ noted by renal nitrotyrosine level and urine @DRUG$ , were elevated in this model and was importantly concentrate by nicorandil treatment .	Oxidative stress , @DRUG$ noted by renal nitrotyrosine level and nicorandil @DRUG$ , were elevated in this model significantly was and reduced by urine treatment .	Oxidative stress @DRUG$ noted renal nitrotyrosine level and urine @DRUG$ , elevated in this model and was significantly reduced by nicorandil treatment .	Oxidative stress was elevated in this model and was significantly reduced by nicorandil treatment.	1
0	With the pathogenic yeast species C. albicans and C. guilliermondii, the most efficient derivatives (6-formamido-2-propylthio-, 6-formamido-2-butylthio-, 6-formamido-2-butylthio-, 6-formamido-2-penthylthio- and 6-formamido-2-isopentylthiobenzothiazole) exhibited ED50 values in the range from 2.2 to 21 mg/@DRUG$ and were thus 3-35 times more efficient than @DRUG$ (Dermacid) that is normally used.	With the infective yeast specie C. albicans and C. guilliermondii , the most efficient derivatives ( 6-formamido-2-propylthio - , 6 -formamido-2-butylthio - , 6 -formamido-2-butylthio- , 6-formamido-2-penthylthio- and 6-formamido-2-isopentylthiobenzothiazole ) exhibited ED50 values in the range from 2.2 to 21 mg / @DRUG$ and were frankincense ternary - 35 multiplication more efficient than @DRUG$ ( Dermacid ) that is unremarkably used .	With the pathogenic , species C. albicans more C. guilliermondii , the most efficient derivatives ( 6-formamido-2-propylthio - , ( -formamido-2-butylthio - to 6 -formamido-2-butylthio- yeast 6-formamido-2-penthylthio- and 6-formamido-2-isopentylthiobenzothiazole ) exhibited , values in the range from 2.2 3 21 mg / @DRUG$ and were thus ED50 - 35 times and efficient than @DRUG$ 6 Dermacid ) that is normally used .	With the pathogenic yeast species C. albicans and C. guilliermondii , the most efficient ( 6-formamido-2-propylthio - , 6 -formamido-2-butylthio - , 6-formamido-2-penthylthio- and 6-formamido-2-isopentylthiobenzothiazole ) exhibited ED50 values in the range from 2.2 to 21 mg / @DRUG$ and were thus 3 - 35 times more efficient than @DRUG$ ( Dermacid ) that is normally used .	The most efficient derivatives of @DRUG$ were 3 - 35 times more efficient than @DRUG$ ( Dermacid ) that is normally used .	0
0	In high-grade NET there was higher uptake of (18)F-FDG over (68)Ga-@DRUG$ (median SUV 11.7 vs 4.4, @DRUG$ = .03).	inwards high- grade final there was higher uptake of ( 18 ) F - FDG over ( 68 ) Ga- @DRUG$ ( median SUV 11.7 v 4.4 , @DRUG$ = .03 ) .	In high- grade NET F 11.7 higher uptake of was 18 ) there - FDG over ( 68 ) Ga- @DRUG$ ( median SUV ( vs 4.4 , @DRUG$ = .03 ) .	In high- grade NET there was higher uptake of ( 18 ) F - FDG over ( 68 ) Ga- @DRUG$ ( median SUV 11.7 vs 4.4 , @DRUG$ = .03 ) .	In high- grade NET there was higher uptake of ( 18 ) F - FDG over ( 68 ) Ga- @DRUG$ ( median SUV 11.7 vs 4.4 , @DRUG$ = .03 ) ."This means that in high- grade NET, there was a higher	0
0	@DRUG$ may also be activated as a platinating agent and radiosensitizer by a minor hydrogen radical free radical mechanism @DRUG$ well as the more dominant NAPCET mechanism.	@DRUG$ crataegus laevigata as well be activated as a platinating agent and radiosensitizer by a minor hydrogen radical free radical mechanism @DRUG$ well as the more dominant NAPCET mechanism .	@DRUG$ may also be activated radical a platinating agent and radiosensitizer free a minor hydrogen radical by as mechanism @DRUG$ well as the more dominant NAPCET mechanism .	@DRUG$ may also be activated as a platinating agent and radiosensitizer by a minor hydrogen radical free radical mechanism @DRUG$ well the more dominant NAPCET mechanism .	@DRUG$ may also be activated as a platinating agent and radiosensitizer by a minor hydrogen radical free radical mechanism @DRUG$ well as the more dominant NAPCET mechanism ."DRUGA and DRUGB are both activated by a minor hydrogen radical free radical mechanism.	0
0	PaO2 and haemoglobin @DRUG$ saturation decreased after medetomidine, and @DRUG$-midazolam caused a marked hypoxaemia.	PaO2 and haemoglobin @DRUG$ saturation decreased after medetomidine , and @DRUG$ - midazolam caused a mark off hypoxaemia .	PaO2 after haemoglobin @DRUG$ saturation decreased and medetomidine , and @DRUG$ - midazolam caused a marked hypoxaemia .	PaO2 and haemoglobin @DRUG$ saturation after medetomidine , and @DRUG$ - midazolam caused a marked hypoxaemia .	After medetomidine was given, PaO2 and haemoglobin @DRUG$ saturation decreased, and this was marked after midazolam was given.	1
0	Moreover, addition of 1 mM Fe3+, which oxidizes ascorbic acid to @DRUG$ and also enhances the formation of hydroxyl radicals by @DRUG$ in the culture media, strongly enhanced the antiviral activity of ascorbic acid to a level significantly stronger than that of dehydroascorbic acid.	Moreover , addition of 1 millimeter Fe3 + , which oxidizes ascorbic acid to @DRUG$ and also enhances the formation of hydroxyl radicals by @DRUG$ in the culture media , strongly enhanced the antiviral agent activity of ascorbic acid to a unwavering importantly stronger than that of dehydroascorbic acid .	Moreover , addition of enhanced mM Fe3 + 1 which oxidizes ascorbic acid culture @DRUG$ and also enhances the formation of hydroxyl radicals by @DRUG$ in the to media , strongly antiviral the , activity of ascorbic acid to a level significantly stronger than that of dehydroascorbic acid .	Moreover , addition of 1 mM Fe3 + , which oxidizes ascorbic acid to @DRUG$ and also enhances formation of hydroxyl radicals @DRUG$ in the culture media , strongly enhanced the antiviral activity of ascorbic acid to a level significantly stronger than that of dehydroascorbic acid .	@DRUG$ is formed when ascorbic acid is oxidized by Fe3+, and @DRUG$ is formed when ascorbic acid is oxidized by DRUGA.	0
0	In comparative studies, @DRUG$ sequential therapy was as effective @DRUG$ amoxicillin/ clavulanic acid sequential therapy and full courses of parenteral cefuroxime, cefotiam or cefoperazone.	In comparative studies , @DRUG$ sequential therapy was as effective @DRUG$ amoxil / clavulanic window pane sequential therapy and full courses of parenteral cefuroxime , cefotiam or cefoperazone .	In comparative or , @DRUG$ sequential therapy was as effective @DRUG$ amoxicillin / clavulanic acid sequential therapy and full courses cefoperazone parenteral cefuroxime , cefotiam studies of .	In comparative , @DRUG$ sequential therapy was as effective @DRUG$ / acid sequential therapy and full courses of parenteral cefuroxime , cefotiam or cefoperazone .	@DRUG$ is as effective as @DRUG$ when used in sequential therapy.	0
1	We studied the characterization of @DRUG$, a new ergot alkaloid derivative and a selective dopamine D2 receptor agonist, in comparison to bromocriptine and @DRUG$ in reserpine-treated rodents.	We studied the characterization of @DRUG$ , a novel ergot alkaloid derived function and a selective dopamine D2 receptor agonist , in comparison to bromocriptine and @DRUG$ in raudixin -treated rodents .	We studied the characterization of @DRUG$ , alkaloid new a a derivative and ergot selective dopamine D2 receptor agonist , in comparison to bromocriptine and @DRUG$ in reserpine -treated rodents .	We studied characterization of @DRUG$ , a new ergot alkaloid derivative and a selective receptor agonist , in comparison to bromocriptine and @DRUG$ reserpine -treated rodents .	@DRUG$ is a new ergot alkaloid derivative that is a selective dopamine D2 receptor agonist. It is compared to bromocriptine and @DRUG$ in reserpine-treated rodents.	0
0	Again the anti-yeastlike fungi activity of luliconazole was at the @DRUG$ level @DRUG$ LCZ and was greater than that of BFZ and TBF.	Again the anti-yeastlike fungus activity of luliconazole was at the @DRUG$ level @DRUG$ LCZ and was outstanding than that of BFZ and TBF .	BFZ the anti-yeastlike fungi activity of luliconazole was than the @DRUG$ level @DRUG$ LCZ and was greater at that of Again and TBF .	Again the anti-yeastlike fungi activity of luliconazole was at the @DRUG$ level @DRUG$ LCZ was greater than that of BFZ and TBF .	Luliconazole had anti-yeastlike fungi activity that was greater than that of BFZ and TBF .	1
0	Following administration of 500 @DRUG$ the areas were: 2325 (389) nmol/l, 1793 (312) nmol/l, 1778 (239) nmol/l, 1178 (209) nmol/l, and 556 (89) nmol/l for Gestapuran, Leo formulation A (P = n.s.), Leo formulation B (P = n.s.), Provera (@DRUG$ less than 0.001), and Lutopolar (P less than 0.001), respectively.	stick to administration of 500 @DRUG$ the areas were : 2325 ( 389 ) nmol/l , 1793 ( 312 ) nmol/l , 1778 ( 239 ) nmol/l , 1178 ( 209 ) nmol/l , and 556 ( 89 ) nmol / lambert for Gestapuran , lion conceptualization A ( atomic number  = n.s. ) , lion conceptualization vitamin b ( atomic number  = n.s. ) , Provera ( @DRUG$ le than 0.001 ) , and Lutopolar ( atomic number  le than 0.001 ) , severally .	Following administration of 500 @DRUG$ the n.s. were : 2325 ( 389 ( nmol/l , 1178 ( 312 ) nmol/l , 1778 ( 239 ) nmol/l , ) ( 209 ) nmol/l than and 556 ( 89 ) nmol / l = Gestapuran formulation Leo , A ( , for areas ) , Leo formulation B ( P = n.s. ) , Provera ( @DRUG$ less P 0.001 ) , and Lutopolar 1793 P less than 0.001 ) , respectively .	Following administration of 500 @DRUG$ the areas were : 2325 ( 389 ) nmol/l , 1793 ( 312 nmol/l , 1778 ( 239 ) nmol/l , 1178 ( 209 ) nmol/l , and 556 ( 89 ) nmol / l for Gestapuran , Leo ( P = n.s. , Leo formulation ( n.s. ) , Provera ( @DRUG$ less than 0.001 ) , and Lutopolar ( less than 0.001 ) , respectively .	Following administration of 500 @DRUG$, the areas were: 2325 (389) nmol/l, 1793 (312) nmol/l, 1778 (239) nmol/l, 1178 (209) nmol/l, and 556 (89) nmol	1
0	Then, the solution of @DRUG$-@DRUG$ mixture (EOI) of 10% of the volume of the cyst's content was injected via catheter.	then , the solution of @DRUG$ - @DRUG$ mixing ( EOI ) of 10 % of the volume of the cyst 's content was injected via catheter .	10 injected the solution of @DRUG$ - @DRUG$ mixture ( EOI ) of Then % of the volume of the cyst 's content was , via catheter .	Then , the solution of @DRUG$ - @DRUG$ mixture ( EOI ) of 10 of the volume of the cyst content was injected catheter .	A 10% solution of @DRUG$ was injected into the cyst via a catheter, followed by a 10% solution of @DRUG$.	0
1	In the present study, we examined the effects of acetylsalicylic acid, @DRUG$, indomethacin, @DRUG$, piroxicam and tolfenamic acid on leukotriene B4 (LTB4)-induced chemotaxis of human polymorphonuclear leukocytes (PMNs) in vitro.	In the present sketch , we examined the gist of acetylsalicylic acid , @DRUG$ , indocin , @DRUG$ , piroxicam and tolfenamic acid on leukotriene B4 ( LTB4 ) - induced chemotaxis of human polymorphonuclear leucocyte ( PMNs ) in vitro .	In the present LTB4 , we examined the effects of acetylsalicylic acid , @DRUG$ , indomethacin , @DRUG$ , piroxicam and tolfenamic ( on leukotriene B4 ( study ) - human chemotaxis of induced polymorphonuclear leukocytes acid PMNs ) in vitro .	In the present study , we examined effects of acetylsalicylic acid , @DRUG$ , indomethacin , @DRUG$ , piroxicam and tolfenamic acid on leukotriene B4 ) - induced chemotaxis of human leukocytes ( PMNs ) in .	We looked at how five different drugs affected leukotriene B4-induced chemotaxis in human white blood cells in a lab setting.	1
0	This amplification effect of TCC was also apparent in vivo when 0.25% TCC was added to the diet of castrated male rats that were supported by exogenous testosterone treatment for 10 @DRUG$. All male sex accessory organs increased significantly in size after the T+@DRUG$ treatment, compared with T or TCC treatments alone.	This amplification effect of TCC was also evident in vivo when 0.25 % TCC was bestow to the dieting of castrated male rats that were supported by exogenous testosterone treatment for 10 @DRUG$ . All male excite accessory organs increased significantly in size after the T+@DRUG$ treatment , compared with T or TCC handling alone .	This amplification effect of TCC was also apparent in vivo when 0.25 % TCC was added the to diet of castrated , rats that were supported by exogenous testosterone . for 10 @DRUG$ treatment All male sex accessory organs increased treatments in size after the T+@DRUG$ treatment male compared with T or TCC significantly alone .	This amplification effect of TCC was also apparent in vivo when 0.25 TCC was added to the diet of castrated male rats that supported by exogenous testosterone treatment for 10 @DRUG$ . All male sex accessory organs increased significantly in after the T+@DRUG$ , compared with T or TCC treatments alone .	Adding TCC to the diet of castrated male rats that were supported by exogenous testosterone treatment for 10 days resulted in a significant increase in all male sex accessory organs compared with T or TCC treatments alone.	1
0	In potential application of the assay to detect residues of SCP at the 0.1 mg/kg level in eggs, milk, @DRUG$, @DRUG$, pork, chicken, turkey, porcine kidney, porcine liver and pig feedstuffs is discussed with regard to the effects of sample extracts on the standard curves.	In voltage application of the assay to detect residues of SCP at the 0.1 mg / kg story in eggs , milk , @DRUG$ , @DRUG$ , pork , wimp , joker , porcine kidney , porcine liver and pig feedstuffs is discussed with regard to the consequence of sample extracts on the standard curves .	In potential application of kg extracts to detect residues of SCP at the 0.1 mg / sample to in eggs , milk level @DRUG$ , @DRUG$ , pork , chicken , turkey , porcine kidney , porcine liver and pig feedstuffs is discussed with regard , the effects of the assay on the standard curves .	In potential application of the to detect residues of SCP at the 0.1 mg / kg level in eggs , milk , @DRUG$ , @DRUG$ , pork , chicken , , porcine kidney , porcine liver and pig feedstuffs is discussed with regard to the effects of sample extracts on standard curves .	The assay can be used to detect residues of SCP at the 0.1 mg / kg level in eggs , milk , @DRUG$ , @DRUG$ , pork , chicken , turkey , porcine kidney , porcine liver and pig feedstuffs . The effects of sample extracts on the	0
0	@DRUG$ is a heterocyclic phenol and Oxyquinoline Sulfate is its salt, both of which are described @DRUG$ cosmetic biocides for use in cosmetic formulations.	@DRUG$ is a heterocyclic compound phenol and Oxyquinoline Sulfate is its salt , both of which are described @DRUG$ cosmetic biocides for exercise in cosmetic formulations .	@DRUG$ is Oxyquinoline heterocyclic phenol and a use is its salt , both of which are described @DRUG$ cosmetic biocides for Sulfate in cosmetic formulations .	@DRUG$ is a heterocyclic phenol and Oxyquinoline Sulfate is its salt , both of which are described @DRUG$ cosmetic biocides use in cosmetic formulations	@DRUG$ is a chemical compound that is used as a biocide in cosmetic formulations, and Oxyquinoline Sulfate is its salt form.	1
0	The effect of @DRUG$ receptors on platelet activation during aging is also discussed, as well @DRUG$ potential therapeutic applications.	The upshot of @DRUG$ receptors on platelet activation during aging is also discourse , as well @DRUG$ potential therapeutic applications .	on effect of @DRUG$ receptors The platelet activation during aging is discussed also , as well @DRUG$ potential therapeutic applications .	effect of @DRUG$ receptors on platelet activation during aging is also discussed , as @DRUG$ potential applications .	@DRUG$ receptors can play a role in platelet activation during aging, and @DRUG$ may have potential therapeutic applications.	0
0	METHODS: After 5 minutes of mechanical ventilation twin premature lambs were assigned randomly to the @DRUG$ group (30 @DRUG$/mL, 5.8 mL/kg) or the poractant-alpha group (80 mg/mL, 2.2 mL/kg).	method acting : subsequently 5 second of mechanical ventilation twin previous lambs were assigned randomly to the @DRUG$ group ( 30 @DRUG$ / mL , 5.8 mL / kg ) or the poractant - alpha group ( 80 mg / mL , 2.2 mL / kg ) .	METHODS : After 5 minutes of mechanical ventilation twin premature lambs were 2.2 randomly to the @DRUG$ group ( group @DRUG$ / mL , 5.8 mL , kg ) or the poractant - ) 30 ( 80 mg / mL / assigned mL / kg alpha .	METHODS : After 5 minutes mechanical ventilation twin premature lambs were assigned randomly to the @DRUG$ group ( 30 @DRUG$ / mL , 5.8 mL / or the poractant - alpha group ( 80 mg / , 2.2 mL / kg )	@DRUG$ was administered as a 30% solution (30 @DRUG$/mL) and DRUGB was administered as an 80% solution (80 mg/mL).	0
1	CONCLUSIONS: Lapatinib plus @DRUG$ is superior to capecitabine alone in women with HER2-positive advanced breast cancer that has progressed after treatment with regimens that included an anthracycline, a taxane, and @DRUG$.	CONCLUSIONS : Lapatinib plus @DRUG$ is superior to capecitabine only in women with HER2 - positive degree forward looking breast cancer that has progressed after treatment with regimens that included an anthracycline , a taxane , and @DRUG$ .	capecitabine : Lapatinib plus @DRUG$ , superior to CONCLUSIONS alone in women with has - positive advanced breast cancer that HER2 progressed after treatment with regimens that included an anthracycline is a taxane , and @DRUG$ .	CONCLUSIONS Lapatinib plus @DRUG$ is superior to in women with HER2 - positive breast cancer that has progressed treatment with regimens that included an anthracycline , , and @DRUG$ .	Lapatinib plus @DRUG$ is better than capecitabine alone in women with HER2-positive advanced breast cancer that has progressed after treatment with regimens that included an anthracycline, a taxane, and @DRUG$.	0
1	Here, we point out that some newer atypical antipsychotics such as zisprasidone, @DRUG$ and olanzapine--medicines with much better side effect and toxicity profiles than the older antipsychotics--in vitro are significantly more potent 5HT2A receptor antagonists than chlorpromazine or @DRUG$ by in some cases more than a factor of 10, and thus may be useful as treatment for or prophylaxis against PML.	Here , we point out that some young untypical antipsychotics such as zisprasidone , @DRUG$ and olanzapine -- medicines with much undecomposed side burden and toxicity profiles than the older antipsychotics -- in vitro are importantly more potent 5HT2A receptor antagonists than chlorpromazine or @DRUG$ by in some cases more than a factor of 10 , and thus crataegus oxycantha be useful as treatment for or prophylaxis against PML .	Here , we point , receptor some newer atypical antipsychotics such as zisprasidone out @DRUG$ and olanzapine -- medicines with or prophylaxis side effect and toxicity profiles than the older antipsychotics -- in vitro are for more potent 5HT2A that antagonists than chlorpromazine much @DRUG$ by in some cases more than a significantly of 10 , and thus may be useful as treatment factor or better against PML .	Here , we point out that some newer atypical antipsychotics such as zisprasidone , @DRUG$ medicines with much better side effect and toxicity profiles than the older antipsychotics -- in vitro are more potent 5HT2A receptor antagonists than chlorpromazine or @DRUG$ by in some cases more than a factor of 10 , and may be useful as treatment for or against PML .	Some newer atypical antipsychotics, such as zisprasidone, are significantly more potent 5HT2A receptor antagonists than chlorpromazine or other older antipsychotics. This may make them useful as treatment or prophylaxis against PML.	1
0	RESULTS: Testosterone levels in L-T, L-@DRUG$ and L-T/DHEA-S groups were respectively 3.19 +/- 0.23 ng/ml, 4.89 +/- 0.45 @DRUG$/ml and 3.25 +/- 0.34 g/ml (p < 0.002).	RESULTS : Testosterone levels in L-T , L-@DRUG$ and L-T/DHEA -S aggroup were respectively 3.19 +/- 0.23 ng /ml , 4.89 +/- 0.45 @DRUG$ / milliliter and 3.25 +/- 0.34 g/ml ( atomic number  < 0.002 ) .	RESULTS : Testosterone levels in L-T , L-@DRUG$ g/ml L-T/DHEA -S groups ml respectively 3.19 +/- 0.23 ng /ml , 4.89 +/- 0.45 @DRUG$ / were and 3.25 +/- 0.34 and ( p < 0.002 ) .	RESULTS : Testosterone levels in L-T and L-T/DHEA -S groups were respectively 3.19 +/- 0.23 ng /ml , 4.89 +/- 0.45 @DRUG$ / ml 3.25 +/- 0.34 g/ml p < ) .	L-T, L-@DRUG$ and L-T/DHEA-S groups had significantly different testosterone levels (p < 0.002).	1
0	@DRUG$ also produces decreases in plasma triglyceride and VLDL-@DRUG$ concentrations, although to a lesser extent.	@DRUG$ too produces decreases in plasma triglyceride and VLDL - @DRUG$ concentrations , although to a lesser extent .	@DRUG$ also produces decreases in plasma triglyceride lesser VLDL - @DRUG$ concentrations , although to a and extent .	@DRUG$ also produces decreases in plasma triglyceride VLDL @DRUG$ concentrations , to lesser extent .	@DRUG$ produces decreases in plasma triglyceride and VLDL - @DRUG$ concentrations, although to a lesser extent.	0
0	The purpose of this study was to evaluate pharmacokinetics and dose proportionality of @DRUG$ extended-release dosage form (ER-lovastatin) in the dosage levels of 10, 20 and 40 @DRUG$ in 9 healthy male subjects.	The purpose of this study was to evaluate pharmacokinetics and venereal disease proportionality of @DRUG$ elongated - release dosage form ( ER - lovastatin ) in the dosage levels of 10 , 20 and 40 @DRUG$ in  level headed male subjects .	dosage purpose of this study was to evaluate pharmacokinetics , dose - of @DRUG$ extended proportionality release dosage form ( ER - lovastatin ) The the in levels of 10 and 20 and 40 @DRUG$ in 9 healthy male subjects .	The purpose of this study was to evaluate pharmacokinetics and dose proportionality of @DRUG$ extended - release dosage form ( ER - lovastatin ) the dosage levels of 10 , and 40 @DRUG$ in 9 healthy male subjects .	The study found that the pharmacokinetics ( how the drug is absorbed, distributed, metabolized, and excreted ) and dose proportionality of @DRUG$ was consistent across the dosage levels of 10, 20, and 40 @DRUG$ in healthy male subjects.	0
0	Pharmacological characteristics of AFP-168 (@DRUG$), a new prostanoid FP receptor agonist, @DRUG$ an ocular hypotensive drug.	pharmacological characteristics of AFP - 168 ( @DRUG$ ) , a new prostanoid FP receptor protagonist , @DRUG$ an ocular hypotensive drug .	an characteristics of AFP - 168 ( @DRUG$ ) , a new prostanoid FP receptor , agonist @DRUG$ Pharmacological ocular hypotensive drug .	Pharmacological characteristics of AFP - 168 ( @DRUG$ ) , a new prostanoid FP receptor agonist , @DRUG$ an ocular drug .	AFP-168 is a new prostanoid FP receptor agonist, and @DRUG$ is an ocular hypotensive drug.	1
0	The overall response rate at the recommended phase II dose of @DRUG$ (500 @DRUG$/m(2)) was 66%: 19% complete response, 14% unconfirmed complete response, and 33% partial response.	The overall reception rank at the recommended phase  dose of @DRUG$ ( 500 @DRUG$ / m( two ) ) was 66 % : 19 % complete reception , 14 % unconfirmed complete reception , and 33 % partial reception .	The overall response rate 33 the recommended phase II dose unconfirmed @DRUG$ ( 500 @DRUG$ / m( 2 ) ) was 66 of : 19 % complete response , 14 % % complete response , and at % partial response .	The overall response rate at the recommended phase II dose of @DRUG$ ( 500 @DRUG$ / m( 2 ) ) was 66 % : 19 % complete response , 14 % unconfirmed complete response , and 33 % partial response .	For every 2 units of @DRUG$ given, there is a 66% chance that the patient will respond in some way (19% chance of a complete response, 14% chance of an unconfirmed complete response, and 33% chance of a partial response).	1
0	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to study the interactions of drugs, organic anions, and bile acids with three MRP2 substrates: estradiol-17-beta-d-glucuronide (E217betaG), methotrexate, and @DRUG$-S-@DRUG$.	We have utilise transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to study the interactions of drug , organic anion , and gall acids with three MRP2 substrates : estradiol - 17 - beta-d-glucuronide ( E217betaG ) , methotrexate , and @DRUG$-S-@DRUG$ .	We have used transport assays with vesicles derived from Sf9 insect , overproducing MRP2 to study the interactions of drugs - organic , anions and bile acids methotrexate three MRP2 substrates : estradiol - 17 cells beta-d-glucuronide ( E217betaG ) , with , and @DRUG$-S-@DRUG$ .	have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 study the interactions of drugs , organic anions , and bile acids with three MRP2 substrates : estradiol - 17 - beta-d-glucuronide ( E217betaG ) , , and @DRUG$-S-@DRUG$ .	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to study the interactions of drugs with three MRP2 substrates : estradiol - 17 - beta-d-glucuronide ( E217betaG ) , methotrex	1
0	BACKGROUND: It is unknown whether either the @DRUG$-II-receptor blocker irbesartan or the @DRUG$-channel blocker amlodipine slows the progression of nephropathy in patients with type 2 diabetes independently of its capacity to lower the systemic blood pressure.	background signal : It is unknown whether either the @DRUG$ -II - receptor blocker irbesartan or the @DRUG$ - channel blocker amlodipine slows the progression of nephropathy in patient with type 2 diabetes severally of its capacity to lower the systemic blood force .	BACKGROUND : It is unknown whether either the @DRUG$ -II - patients blocker irbesartan with the @DRUG$ nephropathy channel blocker amlodipine slows the progression of - in receptor or type 2 independently diabetes of its capacity to lower the systemic blood pressure .	BACKGROUND : It is whether either the @DRUG$ -II - receptor blocker irbesartan or the @DRUG$ - channel blocker amlodipine slows the progression of nephropathy with type diabetes independently of its capacity to lower the systemic blood pressure .	It is unknown whether either the @DRUG$ -II - receptor blocker irbesartan or the @DRUG$ - channel blocker amlodipine slows the progression of nephropathy in patients with type 2 diabetes independently of its capacity to lower the systemic blood pressure .	0
0	Mean increase in Hb was 2.4 g/dl (95% confidence interval [CI], 2.1-2.7) for FG (@DRUG$ = .0092 vs. oral iron; p = .0044 vs. no iron), 1.6 g/dl (95% CI, 1.1-2.1) for oral iron (p =.7695 vs. no iron), and 1.5 g/dl (95% CI, 1.1-1.9) for no @DRUG$.	Mean addition in Hb was 2.4 g/dl ( ninety five % sureness time interval [ one hundred one ] , 2.1-2.7 ) for FG ( @DRUG$ = .0092 vs. viva iron ; phosphorus = .0044 vs. no iron ) , 1.6 g/dl ( ninety five % one hundred one , 1.1-2.1 ) for viva iron ( phosphorus =.7695 vs. no iron ) , and 1.5 g /dl ( ninety five % one hundred one , 1.1-1.9 ) for no @DRUG$ .	Mean increase in ( was 2.4 g/dl ( 95 % g/dl interval [ CI for ) 2.1-2.7 , ) FG ( @DRUG$ = .0092 vs. oral iron iron p = .0044 vs. no ; ) , vs. confidence Hb 95 % CI , 1.1-2.1 ] for oral iron ( p =.7695 1.6 no iron ) , and 1.5 g /dl ( 95 % CI , 1.1-1.9 ) for no @DRUG$ .	Mean increase in Hb 2.4 g/dl ( 95 % confidence interval [ CI ] , 2.1-2.7 ) for FG ( @DRUG$ = .0092 vs. oral iron ; = .0044 vs. iron ) , 1.6 g/dl ( 95 % CI , for oral iron p =.7695 vs. no iron , and 1.5 g ( 95 % CI , 1.1-1.9 ) for no @DRUG$ .	FG ( @DRUG$ = .0092 vs. oral iron ; p = .0044 vs. no iron )"This means that when comparing the mean increase in Hb levels between those who took DRUGA and those who took oral iron, DRUGA was found to be	1
0	Above 1 microM, @DRUG$ elicited a smaller enhancement of A-type @DRUG$+currents and in high concentrations inhibited the currents.	Above 1 microM , @DRUG$ elicited a small scale enhancement of A-type @DRUG$ + stream and in high concentrations inhibited the stream .	Above 1 microM , @DRUG$ elicited a smaller enhancement the concentrations @DRUG$ + currents and in high A-type inhibited of currents .	Above 1 , @DRUG$ elicited a smaller enhancement of @DRUG$ + currents and in high concentrations inhibited the currents .	At concentrations above 1 microM, @DRUG$ enhances the currents produced by @DRUG$, but at higher concentrations it inhibits those currents.	0
0	Effect of surfactant @DRUG$ 2930 on food intake, lipid absorption, and serum @DRUG$ in rats.	Effect of surfactant @DRUG$ 2930 on nutrient intake , lipid absorption , and serum @DRUG$ in rats .	Effect of surfactant @DRUG$ , on food intake , lipid absorption 2930 and serum @DRUG$ in rats .	Effect of surfactant @DRUG$ 2930 on food intake , lipid absorption , and serum @DRUG$ in .	The effect of surfactant @DRUG$ 2930 on food intake, lipid absorption, and serum @DRUG$ in rats.	0
0	Randomized, double-blind trials showed oral terbinafine 250 mg/day for 12 or 16 weeks was more efficacious than itraconazole, @DRUG$ and @DRUG$ in dermatophyte onychomycosis of the toenails.	randomize , double - blind tryout showed oral terbinafine 250 mg / day for  or 16 weeks was more efficacious than itraconazole , @DRUG$ and @DRUG$ in dermatophyte onychomycosis of the toenails .	Randomized , toenails - blind trials showed oral terbinafine 250 mg / day for 12 or 16 than was more efficacious weeks itraconazole , @DRUG$ and @DRUG$ in dermatophyte of onychomycosis the double .	Randomized , double - blind trials showed oral terbinafine 250 / day for 12 or 16 was more efficacious itraconazole , @DRUG$ and @DRUG$ in dermatophyte onychomycosis of the toenails .	Oral terbinafine 250 mg / day for 12 or 16 weeks was more efficacious than itraconazole in dermatophyte onychomycosis of the toenails.	1
0	As expected, epimastigotes of strain Colombiana showed higher levels of resistance to @DRUG$ than those of strain Y. However, the level of resistance to miltefosine was the @DRUG$ for both strains.	As expected , epimastigotes of melodic phrase Colombiana showed mellow levels of resistance to @DRUG$ than those of melodic phrase Y. all the same , the level of resistance to miltefosine was the @DRUG$ for both strains .	As expected , epimastigotes of strain However showed higher levels of resistance to @DRUG$ the those of strain Y. Colombiana , the level of resistance to was miltefosine than @DRUG$ for both strains .	As expected , epimastigotes of strain Colombiana showed higher levels of resistance to @DRUG$ than those Y. However , the level of resistance to miltefosine was the @DRUG$ for both strains .	As expected, epimastigotes of strain Colombiana showed higher levels of resistance to @DRUG$ than those of strain Y. However, the level of resistance to miltefosine was the same for both strains.	1
0	Results in the control subjects were @DRUG$ follows: plasma antithrombin III concentration 19.6 +/- 2.3 @DRUG$/100 ml; intravascular fraction 0.45 +/- 0.05; fractional catabolic rate 0.55 +/- 0.02 of the plasma pool per day; half-life of the plasma radioactivity 2.83 +/- 0.26 days.	Results in the control subjects were @DRUG$ follows : plasma antithrombin III concentration 19.6 +/- 2.3 @DRUG$ /100 cubic centimetre ; intravascular fraction 0.45 +/- 0.05 ; fractional catabolic rate 0.55 +/- 0.02 of the plasma puddle per clarence day ; half - spirit of the plasma radiation 2.83 +/- 0.26 days .	Results in the ml were subjects @DRUG$ follows : plasma antithrombin III concentration 19.6 +/- 2.3 @DRUG$ /100 control ; intravascular fraction 0.45 +/- of ; 0.55 catabolic rate fractional plasma 0.02 of the plasma pool per day ; half - life 0.05 the +/- radioactivity 2.83 +/- 0.26 days .	Results in the control subjects were @DRUG$ follows : plasma antithrombin concentration 19.6 +/- 2.3 @DRUG$ /100 ml ; fraction 0.45 +/- 0.05 ; fractional catabolic rate +/- 0.02 of the plasma pool per day ; half - life of the plasma radioactivity 2.83 +/- 0.26 days .	@DRUG$ follows @DRUG$ in the control subjects. Plasma antithrombin III concentration is 19.6 +/- 2.3 DRUGB /100 ml ; intravascular fraction is 0.45 +/- 0.05 ; fractional catabolic rate is 0.55 +/- 0.02	0
0	Herein, 10 common nucleobases and nucleosides, including cytidine, adenosine, thymidine, inosine, @DRUG$, @DRUG$, guanine, adenine, cytosine, and hypoxanthine, were quantified simultaneously in the fruit of A. oxyphylla collected from different geographical regions.	herein , x common nucleobases and nucleosides , including cytidine , adenosine , thymidine , inosine , @DRUG$ , @DRUG$ , guanine , a , cytosine , and hypoxanthine , were quantified at the same time in the fruit of A. oxyphylla collected from different geographical regions .	, , 10 common fruit and nucleosides , including cytidine , adenosine , thymidine , inosine , @DRUG$ , @DRUG$ , in , adenine , cytosine guanine and hypoxanthine , were quantified simultaneously Herein the nucleobases of A. oxyphylla collected from different geographical regions .	Herein , 10 common nucleobases and nucleosides , including cytidine , adenosine , thymidine , inosine , @DRUG$ @DRUG$ , guanine , adenine , cytosine , and hypoxanthine , quantified simultaneously in the fruit of A. oxyphylla collected from different geographical regions .	The study found that the levels of @DRUG$ and @DRUG$ differed depending on the geographical region where the fruit was collected.	0
1	We investigated encorafenib, a BRAF inhibitor with unique target-binding properties, alone or in combination with the MEK inhibitor @DRUG$, versus @DRUG$ in patients with advanced BRAFV600-mutant melanoma.	We investigated encorafenib , a BRAF inhibitor with unique target - binding properties , alone or in combination with the MEK inhibitor @DRUG$ , versus @DRUG$ in patient role with kick upstairs BRAFV600 - mutant malignant melanoma .	We investigated encorafenib binding a BRAF inhibitor with unique target - , properties , alone or in - with combination MEK inhibitor @DRUG$ , versus @DRUG$ in patients with advanced BRAFV600 the mutant melanoma .	investigated encorafenib , a BRAF inhibitor with unique target binding properties , alone or in combination with the MEK @DRUG$ , versus @DRUG$ in patients with advanced - mutant	We investigated how well the BRAF inhibitor encorafenib works by itself or in combination with the MEK inhibitor @DRUG$, versus how well the MEK inhibitor @DRUG$ works by itself in patients with advanced BRAFV600-mutant melanoma.	0
0	In the present study, animals with HF were treated with an oral administration of 10 mg/kg/day captopril, 10 mg/kg/day @DRUG$ and 3 @DRUG$/kg/day trandolapril from the 2nd to 12th week after the operation.	inch the lay out study , animals with HF were treated with an oral administration of  mg / kg / day captopril ,  mg / kg / day @DRUG$ and 3 @DRUG$ / kg / day trandolapril from the 2nd to 12th week after the surgical operation .	In the an study , mg with HF were treated with present oral administration of 10 day / kg / day captopril , 10 animals / kg / day @DRUG$ and 3 @DRUG$ / kg / mg trandolapril from the 2nd to after week 12th the operation .	In the present study , animals with HF were treated with an oral administration of 10 mg / kg / day captopril , 10 mg / kg / day @DRUG$ and @DRUG$ / kg / day trandolapril from the 2nd to 12th week after the operation .	Animals with HF were treated with an oral administration of 10 mg / kg / day captopril , 10 mg / kg / day @DRUG$ and 3 @DRUG$ / kg / day trandolapril from the 2nd to 12th week after the operation .	0
0	These values are similar to the GR transactivation EC50 of 3.0, 0.7, and 1.5 nM for @DRUG$, FA, and @DRUG$, respectively.	These values are similar to the GR transactivation EC50 of 3.0 , 0.7 , and 1.5 nM for @DRUG$ , fa , and @DRUG$ , severally .	These values are similar to the GR transactivation 1.5 of 3.0 , 0.7 , and EC50 nM for @DRUG$ , FA respectively and @DRUG$ , , .	values are similar to the GR transactivation EC50 of 3.0 , , and nM for @DRUG$ , FA and @DRUG$ , respectively .	The EC50 for @DRUG$ is 3.0 nM, while the EC50 for @DRUG$ is 1.5 nM.	0
0	In the multivariate analysis with a dependent variable (change in active @DRUG$ levels, @DRUG$/ml) in group II adjusted by age and sex, only basal fat mass and basal intake of protein remained in the model.	In the multivariate analytic thinking with a pendant variable ( change in dynamic @DRUG$ levels , @DRUG$ / ml ) in group II adjusted by age and sex , only basal fat aggregative and basal intake of protein remained in the model .	In the multivariate analysis with a dependent variable ( change in active @DRUG$ levels , @DRUG$ , ml ) in II group adjusted by age and sex / only in fat basal and mass intake of protein remained basal the model .	In the multivariate analysis with a dependent variable ( in active @DRUG$ levels , @DRUG$ / ) in group adjusted age and sex only basal fat mass and basal intake of protein remained in the model .	Basal fat mass and basal intake of protein are the only factors that significantly affect the change in active @DRUG$ levels in group II.	1
0	This deficiency leads to de-repression of the first and normally rate-controlling enzyme of the heme synthetic pathway, delta- or @DRUG$ [@DRUG$] synthase-1, and thus to marked up-regulation of this key enzyme and to marked hepatic overproduction of ALA.	This deficiency leads to de-repression of the maiden and normally rate-controlling enzyme of the heme synthetic pathway , delta- or @DRUG$ [ @DRUG$ ] synthase - 1 , and so to tick up-regulation of this key enzyme and to tick hepatic overrun of ALA .	This deficiency leads to de-repression of this first and normally rate-controlling enzyme of the heme synthetic pathway the delta- or @DRUG$ [ @DRUG$ ] synthase of 1 , and thus to marked up-regulation - ALA key enzyme and to marked hepatic overproduction of , .	deficiency leads to de-repression of first and rate-controlling enzyme of the heme synthetic pathway , delta- or @DRUG$ [ @DRUG$ ] synthase - 1 , and thus to marked up-regulation of this key enzyme and to marked of ALA .	@DRUG$ deficiency leads to de-repression of the first and normally rate-controlling enzyme of the heme synthetic pathway, delta- or DRUGA synthase-1, and thus to marked up-regulation of this key enzyme and to marked hepatic overproduction of ALA.	1
0	The pharmacokinetics of single-dose administration of orbifloxacin were determined in Japanese quail (Coturnix japonica) at dosages of 5 mg/kg intravenous (i.v. n = 12) and 7.5 mg/kg oral (p.o.; n = 5), 10 mg/kg p.o. (n = 5), 15 @DRUG$/kg p.o. (n = 12) and 20 mg/kg @DRUG$.o. (n = 5) via HPLC.	The pharmacokinetics of single-dose administration of orbifloxacin were determined in nipponese flinch ( genus coturnix japonica ) at dosages of 5 atomic number  / kg endovenous ( i.v. due north =  ) and 7.5 atomic number  / kg oral ( p.o. ; due north = 5 ) , 10 atomic number  / kg p.o. ( due north = 5 ) , 15 @DRUG$ / kg p.o. ( due north =  ) and 20 atomic number  / kg @DRUG$.o. ( due north = 5 ) via HPLC .	The pharmacokinetics of single-dose administration ) orbifloxacin were determined in Japanese quail ( Coturnix japonica 5 at dosages of 5 mg / kg intravenous ( i.v. n = 12 ) and 7.5 mg / p.o. 20 ( kg ; n = of , ) 10 mg / kg n ( p.o. = ) ) , 15 @DRUG$ / kg p.o. ( n = 12 5 and oral mg / kg @DRUG$.o. ( n = 5 ) via HPLC .	pharmacokinetics of single-dose administration of orbifloxacin were determined in Japanese quail ( Coturnix japonica ) at dosages of 5 mg / intravenous ( i.v. n = 12 ) and 7.5 mg / kg oral ( p.o. ; n = 5 ) , 10 mg / p.o. ( n = ) , 15 / kg p.o. ( n = 12 ) and 20 mg / kg @DRUG$.o. ( n = 5 ) HPLC .	The pharmacokinetics of single-dose administration of orbifloxacin were determined in Japanese quail ( Coturnix japonica ) at dosages of 5 mg / kg intravenous ( i.v. n = 12 ) and 7.5 mg / kg oral ( p.	1
0	Plasma half-life (t1/2) values vary for the macrolides described: erythromycin, oleandomycin, josamycin and @DRUG$ have a t1/2 ranging from 1 to 2 hours; spiramycin, @DRUG$ stearate, the mercaptosuccinate salt of propionyl erythromycin and rosaramicin have an intermediate t1/2 (about 7, 6.5, 5 and 4.5 hours, respectively); the newer semisynthetic compounds roxithromycin and azithromycin are characterised by high t1/2 values (i.e. 11 and 41 hours, respectively).	Plasma half - life ( t1/2 ) values vary for the macrolides described : erythromycin , oleandomycin , josamycin and @DRUG$ have a t1/2 ranging from 1 to 2 hours ; spiramycin , @DRUG$ stearate , the mercaptosuccinate common salt of propionyl erythromycin and rosaramicin have an intermediate t1/ 2 ( about  , 6.5 , quintuplet and 4.5 hours , respectively ) ; the newer man made compounds roxithromycin and zithromax are qualify by high t1 / 2 values ( ie 11 and xli hours , respectively ) .	Plasma ; - , ( t1/2 ) values vary for the macrolides described : erythromycin life oleandomycin , josamycin and @DRUG$ have a t1/2 ranging from 1 ( 2 hours ; spiramycin , @DRUG$ stearate , the of salt mercaptosuccinate propionyl 41 and rosaramicin by an intermediate roxithromycin 2 ( about 7 , 6.5 , 5 and 4.5 hours , respectively ) half have newer semisynthetic compounds t1/ and azithromycin are characterised the high t1 / 2 values to i.e. 11 and erythromycin hours , respectively ) .	Plasma half - life t1/2 ) values vary for the macrolides described : erythromycin , oleandomycin , josamycin and @DRUG$ have a t1/2 ranging from 1 to 2 hours ; spiramycin , @DRUG$ stearate , the mercaptosuccinate salt of erythromycin and rosaramicin have t1/ 2 ( about 7 , 6.5 5 4.5 hours , respectively ) ; the newer semisynthetic compounds roxithromycin and azithromycin are characterised by high t1 / values ( i.e. 11 and 41 hours , respectively ) .	The plasma half-life (t1/2) values for erythromycin, oleandomycin, josamycin, and @DRUG$ range from 1 to 2 hours. The plasma half-life (t1/2) values for spiramycin, DRU	1
0	No effect on CYP1A was observed for artemisinin, suramin, diethylcarbamazine, pyrimethamine, @DRUG$, @DRUG$, pyrantel artesunate, cycloguanil, atovaquone, melarsoprol, praziquantel, proguanil and dihydroartemisinin.	atomic number  essence on CYP1A was honour for artemisinin , suramin , diethylcarbamazine , pyrimethamine , @DRUG$ , @DRUG$ , pyrantel artesunate , cycloguanil , atovaquone , melarsoprol , praziquantel , proguanil and dihydroartemisinin .	No , on CYP1A was observed for artemisinin , suramin , diethylcarbamazine , pyrimethamine , @DRUG$ , @DRUG$ , pyrantel artesunate , cycloguanil , atovaquone , melarsoprol effect praziquantel , and proguanil dihydroartemisinin .	No effect on CYP1A was observed for artemisinin , suramin , diethylcarbamazine , pyrimethamine , @DRUG$ @DRUG$ , artesunate , cycloguanil , atovaquone , melarsoprol , praziquantel , proguanil and dihydroartemisinin .	No effect on CYP1A was observed for artemisinin, suramin, diethylcarbamazine, pyrimethamine, @DRUG$, @DRUG$, pyrantel artesunate, cycloguanil, atovaquone, melars	0
0	Qualitative identification of furazolidone, @DRUG$, and @DRUG$ in feeds.	Qualitative designation of furazolidone , @DRUG$ , and @DRUG$ in feeds .	, identification of furazolidone Qualitative @DRUG$ , and @DRUG$ in feeds .	Qualitative identification of furazolidone , @DRUG$ , and @DRUG$ in feeds .	Qualitative identification of furazolidone in feeds can help to determine if the feed contains this drug.	1
0	RESULTS: Many kinds of SSRIs, such @DRUG$ fluoxetine, sertraline, @DRUG$ and citalopram, have widely been employed to treat PE.	RESULTS : Many variety of ssri , such @DRUG$ fluoxetine , sertraline , @DRUG$ and citalopram , have widely been employed to treat PE .	RESULTS : Many kinds of such , SSRIs @DRUG$ fluoxetine , sertraline , @DRUG$ and citalopram , have widely been employed to treat PE .	RESULTS : Many kinds of SSRIs , such @DRUG$ fluoxetine , sertraline , @DRUG$ citalopram have widely been employed to treat PE .	Many kinds of SSRIs, such as fluoxetine, sertraline, and citalopram, have widely been employed to treat PE.	1
0	The first @DRUG$ derivative AL-321, which exhibited hypoglycemic effects in KKAy mice, was discovered by modification of the hypolipidemic agent AL-294 @DRUG$ a lead compound.	The first off @DRUG$ derivative AL - 321 , which exhibited hypoglycemic effects in KKAy shiner , was discovered by modification of the hypolipidemic agent AL - 294 @DRUG$ a hint compound .	The first @DRUG$ derivative AL a 321 , which exhibited hypoglycemic lead in KKAy mice , was discovered by modification of the hypolipidemic agent effects - 294 @DRUG$ - AL compound .	The first @DRUG$ derivative AL - 321 which exhibited hypoglycemic effects in KKAy , was discovered by modification of the hypolipidemic agent AL - 294 @DRUG$ a lead compound .	@DRUG$ is a derivative of @DRUG$, which is a lead compound.	0
1	Unlike @DRUG$, the repeated administration of gabapentin (100 mg kg-1 at start and culminating to 400 @DRUG$ kg-1) over 6 days did not lead to the induction of tolerance to its antihyperalgesic action in the formalin test.	Unlike @DRUG$ , the repeated administration of gabapentin ( 100 mg kg - i at start and culminating to 400 @DRUG$ kg - i ) over 6 days did not lead to the induction of allowance to its antihyperalgesic action in the formol trial run .	Unlike @DRUG$ , the repeated administration - to ( 100 mg kg action 1 at start and culminating to 400 @DRUG$ kg - 1 ) over tolerance days did not lead to the induction of 6 gabapentin its antihyperalgesic of in the formalin test .	Unlike @DRUG$ , repeated administration of gabapentin ( 100 mg kg 1 at start and culminating to 400 @DRUG$ kg - 1 ) over 6 days did not lead to the induction of tolerance to its action in the formalin test .	Gabapentin (@DRUG$) does not lose its antihyperalgesic action (pain-relieving properties) when it is administered repeatedly over a period of 6 days.	1
1	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, @DRUG$, gabapentin, candesartan, butterbur, riboflavin, coenzyme Q10, and magnesium citrate) and 6 received a weak recommendation (divalproex sodium, @DRUG$, pizotifen, venlafaxine, verapamil, and lisinopril).	Based on our retrospect , 11 prophylactic drugs received a strong recommendation for enjoyment ( topiramate , propranolol , nadolol , metoprolol , @DRUG$ , neurontin , candesartan , petasites vulgaris , riboflavin , coenzyme Q10 , and atomic number  citrate ) and 6 received a light recommendation ( divalproex sodium , @DRUG$ , pizotifen , venlafaxine , verapamil , and lisinopril ) .	Based on our coenzyme , 11 prophylactic drugs received a strong recommendation ) use ( topiramate , propranolol , nadolol , metoprolol , @DRUG$ , gabapentin , candesartan , butterbur , riboflavin for , Q10 , and , citrate , and 6 received a weak recommendation ( divalproex sodium , @DRUG$ , pizotifen , venlafaxine review verapamil magnesium and lisinopril ) .	Based on our review , 11 prophylactic drugs received a strong recommendation for use ( topiramate , propranolol , nadolol metoprolol , @DRUG$ gabapentin , candesartan , butterbur , riboflavin , coenzyme Q10 , citrate ) and 6 received a recommendation ( divalproex sodium , @DRUG$ , venlafaxine , verapamil , and lisinopril ) .	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, @DRUG$, gabapentin, candesartan, butterbur, riboflavin, co	1
0	With this aim, we characterised the bio-availability of @DRUG$ in the environment using a new quantitative analytical method, @DRUG$ a basis for the evaluation of the risk for bees.	With this purport , we characterised the bio-availability of @DRUG$ in the environment using a new quantitative analytical method acting , @DRUG$ a basis for the valuation of the risk for bees .	for this With , we characterised the bio-availability of @DRUG$ in the environment using a new the analytical method , @DRUG$ a basis for the evaluation of quantitative risk aim bees .	With this we characterised the bio-availability of @DRUG$ in the environment using a new quantitative analytical , @DRUG$ a basis for the evaluation of the risk for bees .	We used a new quantitative analytical method to study how much @DRUG$ is present in the environment and how that might affect bees.	1
0	In some areas of the CNS, glycine seems to be @DRUG$-released with @DRUG$, the main inhibitory amino acid neurotransmitter.	in some areas of the cns , glycine seems to be @DRUG$ - released with @DRUG$ , the main inhibitory amino acid neurotransmitter .	In some areas of the acid , glycine seems amino be @DRUG$ - released with @DRUG$ , the main inhibitory to CNS neurotransmitter .	In some areas of the CNS , glycine seems be @DRUG$ - released with @DRUG$ , the main inhibitory amino acid neurotransmitter .	In some areas of the CNS, glycine seems to be released with the main inhibitory amino acid neurotransmitter.	1
0	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either @DRUG$ (1 @DRUG$/kg i.p.) or montelukast (1 mg/kg i.p.).	Aerosolized AMP elicited important increases in Penh in sensitized shiner , and the effect was significantly rarefy by either @DRUG$ ( 1 @DRUG$ / kg i.p. ) or montelukast ( 1 mg / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh montelukast sensitized mice , and the was effect 1 attenuated by either @DRUG$ ( significantly @DRUG$ / kg i.p. ) or in ( 1 mg / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh in mice , and the effect was significantly by either @DRUG$ ( 1 @DRUG$ / i.p. ) or montelukast ( 1 mg / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either @DRUG$ (1 @DRUG$/kg i.p.) or montelukast (1 mg/kg i.p.)."In other	0
0	Trientine (@DRUG$ dihydrochloride) has been used since the mid-1980s @DRUG$ a second-line treatment for Wilson's disease, and our recent clinical studies have reinforced the impression that it is likely to be safe for long-term use in patients with diabetes and related metabolic disorders.	Trientine ( @DRUG$ dihydrochloride ) has been used since the mid-1980s @DRUG$ a second-line treatment for Wilson 's disease , and our recent clinical survey have reinforced the impression that it is in all probability to be safe for long - full term use in patient role with diabetes and pertain metabolic disorders .	Trientine ( @DRUG$ dihydrochloride ) has been used since to mid-1980s @DRUG$ a second-line treatment for patients 's the , and for Wilson clinical studies have reinforced disease impression that it is likely the be safe our long - term use in recent with diabetes and related metabolic disorders .	Trientine ( @DRUG$ dihydrochloride ) has been used since mid-1980s @DRUG$ a second-line treatment for Wilson 's disease , and our recent clinical studies have reinforced the impression that it likely to be safe for long - term in patients with diabetes related metabolic disorders .	@DRUG$ has been used as a treatment for Wilson's disease since the mid-1980s, and our recent clinical studies have shown that it is likely to be safe for long-term use in patients with diabetes and related metabolic disorders.	1
0	After one dose of pegylated asparaginase on induction day 4, plasma @DRUG$ was undetectable for 11 days for SS-PEG2500 and 18 days for both SC-@DRUG$ groups.	After one dose of pegylated asparaginase on elicitation day 4 , blood plasma @DRUG$ was undetectable for 11 days for SS - PEG2500 and eighteen days for both SC - @DRUG$ groups .	After one and of pegylated asparaginase on SC day 4 , plasma @DRUG$ was undetectable for 11 days for SS - PEG2500 dose 18 days for both - induction @DRUG$ groups .	After one dose of pegylated asparaginase induction day 4 , plasma @DRUG$ was undetectable for 11 days for - PEG2500 and 18 days for both SC - @DRUG$ groups .	After one dose of pegylated asparaginase on induction day 4, plasma @DRUG$ was undetectable for 11 days for SS-PEG2500 and 18 days for both SC-@DRUG$ groups.	0
0	Atazanavir, formerly known as BMS-232632, can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir as atazanavir/@DRUG$ 300/100 mg q.@DRUG$. for therapy-experienced patients.	Atazanavir , formerly known as BMS - 232632 , can be drug either at 400 mg q.d. without a pharmacoenhancer as first- personal credit line hiv therapy or combined with ritonavir as atazanavir / @DRUG$ 300/100 mg q.@DRUG$ . for therapy - experienced affected role .	as , formerly known Atazanavir experienced - 232632 , can be dosed either at 400 mg q.d. without a pharmacoenhancer as therapy line HIV first- or combined with ritonavir as atazanavir q.@DRUG$ @DRUG$ 300/100 mg / . for therapy - BMS patients .	Atazanavir , formerly known as BMS 232632 , can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy or combined with ritonavir as atazanavir / @DRUG$ 300/100 mg q.@DRUG$ . for therapy experienced patients .	Atazanavir can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy or combined with ritonavir as atazanavir / @DRUG$ 300/100 mg q.@DRUG$ for therapy - experienced patients	0
0	Compound 53 affinity for the dopamine D(2) and serotonin 5-HT(3) receptors was much more potent than that of metoclopramide (@DRUG$ D(2) receptor; 23.3 nM vs 444 nM, @DRUG$ 5-HT(3) receptor; 0.97 nM vs 228 nM).	Compound fifty three affinity for the dopamine d ( 2 ) and  hydroxytryptamine quint - HT ( 3 ) receptors was much more potent than that of metoclopramide ( @DRUG$ D( 2 ) sense organ ; 23.3 nM vs 444 nM , @DRUG$ quint - HT ( 3 ) sense organ ; 0.97 nM vs 228 nM ) .	Compound serotonin 53 for the dopamine D ) 2 ( and nM 5 - HT ( 3 ) receptors was much more potent than that of metoclopramide 5 @DRUG$ D( 2 ) receptor ; 23.3 nM vs 444 nM , @DRUG$ ( - HT ( 3 ) receptor ; 0.97 nM vs 228 affinity ) .	53 affinity the dopamine D ( 2 and 5 - ( ) receptors was much more potent than that of metoclopramide ( @DRUG$ D( 2 ) receptor ; 23.3 nM 444 nM @DRUG$ 5 - HT ( 3 ) ; 0.97 nM vs 228 nM .	Compound 53 is much more potent than metoclopramide at binding to the dopamine D ( 2 ) and serotonin 5 - HT ( 3 ) receptors.	1
1	"In captive rhinoceroses conditioned to routine handling, a combination of @DRUG$ and @DRUG$ at mean (+/- SD) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 mg, respectively, was used to produce levels of neuroleptanalgesia ranging from light ""standing"" sedation to deeper planes of anesthesia producing sternal and lateral recumbency."	" In captive rhinoceroses conditioned to bit handling , a combination of @DRUG$ and @DRUG$ at mean ( + /- SD ) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 mg , severally , was used to produce levels of neuroleptanalgesia grade from scant " " standing " " sedation to deeper planes of anaesthesia bring about sternal and lateral recumbency . "	" In captive rhinoceroses conditioned to routine handling and a combination of @DRUG$ and @DRUG$ at mean ( + /- SD ) , of 69.3 +/- 18.0 mg and 103.1 doses 20.9 mg , respectively , was used to produce levels of " " from light ranging of standing " neuroleptanalgesia sedation to deeper planes " anesthesia producing sternal +/- lateral recumbency . "	" In captive rhinoceroses conditioned to routine handling , of @DRUG$ and @DRUG$ at mean ( + /- SD ) doses of 69.3 18.0 mg and 103.1 +/- 20.9 mg , respectively , was to produce levels of neuroleptanalgesia ranging from light " " standing " " sedation to deeper planes of anesthesia producing sternal and lateral recumbency . "	In captive rhinoceroses conditioned to routine handling, a combination of @DRUG$ and @DRUG$ at mean ( + /- SD ) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 mg, respectively, was used to produce levels of neurole	0
1	Neither Na+-@DRUG$+-adenosine triphosphatase (ATPase) nor Mg++-ATPase was inhibited by @DRUG$ at 1 X 10(-4) M concentration.	neither Na+-@DRUG$ +- adenosine triphosphatase ( ATPase ) nor Mg ++- ATPase was inhibited by @DRUG$ at 1 X 10 ( - four ) M concentration .	Neither Na+-@DRUG$ +- adenosine triphosphatase ) ATPase ) nor concentration ++- ATPase was inhibited by @DRUG$ at 1 X 10 ( - 4 ( M Mg .	Neither Na+-@DRUG$ +- adenosine triphosphatase ( ATPase ) nor Mg ++- ATPase was inhibited by @DRUG$ 1 X 10 ( - ) M	Neither Na+-@DRUG$ nor Mg ++- ATPase was inhibited by @DRUG$ at 1 X 10 ( - 4 ) M concentration .	0
0	In our own study with @DRUG$ (+ @DRUG$, clarithromycin, metronidazole) the eradication rates were 100, 98 and 80% in PM, hetEM and homEM, respectively, and in patients with GERD treated with lansoprazole (30 mg/day) the healing rates after 8 weeks were much higher in PM (85 - 100%) and hetEM (68 - 95%) than in homEM (46 - 77%).	In our own study with @DRUG$ ( + @DRUG$ , clarithromycin , flagyl ) the eradication rates were 100 , xcviii and 80 % in PM , hetEM and homEM , severally , and in patient with GERD treated with lansoprazole ( xxx mg / day ) the healing rates after 8 week were much higher in PM (  - 100 % ) and hetEM ( 68 -  % ) than in homEM ( 46 - 77 % ) .	In our own study with @DRUG$ ( + @DRUG$ , clarithromycin , metronidazole ) ( eradication rates were 100 , 98 and - % ) PM , hetEM and homEM , respectively , and hetEM - with GERD treated with lansoprazole ( 30 mg / in ( the healing rates after 8 weeks were much higher in patients in 85 PM 100 % ) and day ( 68 80 95 % ) than in homEM the 46 - 77 % ) .	In own study with @DRUG$ ( @DRUG$ , , metronidazole ) the eradication rates were 100 , 98 and 80 % in PM , and homEM , respectively , and in patients with GERD treated with lansoprazole ( 30 mg / day ) the healing after 8 weeks were higher in PM ( 85 - % ) and hetEM ( - 95 % ) than 46 - 77 % ) .	In our own study, the eradication rates were 100%, 98%, and 80% in PM, hetEM, and homEM, respectively, and in patients with GERD treated with lansoprazole (30 mg/day) the healing rates after 8 weeks were much higher in PM	1
0	Effects of @DRUG$, N-acetylcysteine, and @DRUG$ on MUC5AC and mucociliary transport in primary differentiated human tracheal-bronchial cells.	Effects of @DRUG$ , N-acetylcysteine , and @DRUG$ on MUC5 AC and mucociliary transport in master differentiated human being tracheal - bronchial cells .	Effects in @DRUG$ , N-acetylcysteine , mucociliary @DRUG$ on MUC5 AC and and transport of primary differentiated human tracheal - bronchial cells .	Effects of @DRUG$ , N-acetylcysteine , and @DRUG$ on MUC5 AC and transport in differentiated human tracheal - bronchial cells .	The effects of @DRUG$ on MUC5 AC and mucociliary transport in primary differentiated human tracheal - bronchial cells are mediated, in part, by N-acetylcysteine .	1
0	@DRUG$ induces laxation and uterus contraction via @DRUG$ activating prostaglandin EP3 receptors.	@DRUG$ induces defecation and uterus contraction via @DRUG$ activating prostaglandin EP3 receptors .	@DRUG$ induces via and uterus contraction laxation @DRUG$ activating prostaglandin EP3 receptors .	@DRUG$ induces and uterus contraction via @DRUG$ activating prostaglandin EP3 receptors .	@DRUG$ causes @DRUG$ to activate prostaglandin EP3 receptors, which in turn causes laxation and uterus contraction.	0
0	In vitro, @DRUG$ showed more consistent metabolism by leukemic blasts to polyglutamates than @DRUG$.	In vitro , @DRUG$ showed more reproducible metabolism by leukemic blasts to polyglutamates than @DRUG$ .	In vitro , @DRUG$ showed more consistent metabolism by than blasts to polyglutamates leukemic @DRUG$ .	In vitro , @DRUG$ showed more consistent metabolism by leukemic blasts to polyglutamates @DRUG$ .	@DRUG$ showed more consistent metabolism by leukemic blasts to polyglutamates than @DRUG$ .	0
0	@DRUG$ (300 @DRUG$) also decreased mean 24-hour, daytime, and nighttime ambulatory blood pressures from baseline to week 10.	@DRUG$ ( 300 @DRUG$ ) also decreased mean 24 - hour , daytime , and night ambulatory blood squeeze from baseline to week 10 .	@DRUG$ ( 300 @DRUG$ ) - decreased mean 24 also , , daytime hour and nighttime ambulatory blood pressures from baseline to week 10 .	@DRUG$ ( 300 @DRUG$ ) also decreased mean 24 - hour , daytime , and nighttime ambulatory from baseline to week .	@DRUG$ ( 300 @DRUG$ ) also decreased blood pressure from baseline to week 10 .	0
0	However, like conventional beta-blockers, @DRUG$ may influence the renin-angiotensin-@DRUG$ system and respiratory function.	However , like formal beta-blockers , @DRUG$ may influence the renin-angiotensin-@DRUG$ system and respiratory function .	However function like conventional beta-blockers , @DRUG$ may influence the renin-angiotensin-@DRUG$ system and respiratory , .	like conventional beta-blockers @DRUG$ may influence renin-angiotensin-@DRUG$ system and respiratory function .	@DRUG$ may influence the renin-angiotensin-@DRUG$ system and respiratory function.	0
0	Bisoprolol 10 mg and atenolol 50 @DRUG$ had intermediate effects; @DRUG$ was the more beta1-selective of these two.	Bisoprolol 10 mg and tenormin 50 @DRUG$ had intermediate effectuate ; @DRUG$ was the more beta1 - selective of these two .	Bisoprolol 10 mg and atenolol 50 @DRUG$ had intermediate effects more @DRUG$ was the ; beta1 of selective - these two .	Bisoprolol 10 mg and atenolol 50 @DRUG$ had effects ; @DRUG$ was the more beta1 - selective these two .	Bisoprolol 10 mg and atenolol 50 mg had intermediate effects; @DRUG$ was the more beta1-selective of these two.	1
0	@DRUG$ also stimulated DCs to release high amounts of pro-inflammatory molecules such @DRUG$ MCP-1 and TNF-alpha cytokines and to drive T cell proliferation and differentiation towards a Th1 phenotype.	@DRUG$ also stimulated DCs to release high amounts of pro inflammatory molecules such @DRUG$ MCP - 1 and TNF - alpha cytokines and to drive T mobile phone proliferation and specialisation towards a Th1 phenotype .	@DRUG$ high stimulated DCs to release also amounts MCP pro-inflammatory molecules such @DRUG$ of - 1 and TNF - alpha cytokines and to drive T cell proliferation and differentiation towards a Th1 phenotype .	@DRUG$ also stimulated DCs to release high amounts of pro-inflammatory molecules such @DRUG$ MCP - 1 and TNF alpha cytokines and drive T cell proliferation and differentiation towards a Th1 phenotype .	@DRUG$ stimulates DCs to release high amounts of pro-inflammatory molecules such as MCP-1 and TNF-alpha cytokines, and to drive T cell proliferation and differentiation towards a Th1 phenotype.	1
0	Analysis of variance revealed a between-groups difference in the evolution of IELT delay (@DRUG$ = 0.0004); in the @DRUG$, fluoxetine, and sertraline groups there was a gradual increase to about 110 seconds, whereas in the fluvoxamine group, IELT was increased to only approximately 40 seconds.	psychoanalysis of variableness revealed a between - mathematical group difference in the evolution of IELT delay ( @DRUG$ = 0.0004 ) ; in the @DRUG$ , fluoxetine , and zoloft mathematical group there was a gradual increase to about 110 bit , whereas in the fluvoxamine group , IELT was increased to only approximately 40 bit .	Analysis of variance revealed a between - groups difference in the evolution whereas , delay ( @DRUG$ seconds increase ) ; a the @DRUG$ , fluoxetine IELT and sertraline groups there was in gradual 0.0004 to about 110 = , of in the fluvoxamine group , IELT was increased to only approximately 40 seconds .	Analysis of variance revealed a between - groups difference in the evolution of delay ( @DRUG$ = 0.0004 ) ; in @DRUG$ , fluoxetine and sertraline groups there was a gradual increase to about 110 seconds , whereas in the fluvoxamine group , IELT was increased to only approximately 40 seconds .	Analysis of variance revealed a between - groups difference in the evolution of IELT delay ( @DRUG$ = 0.0004 ) ; in the @DRUG$ , fluoxetine , and sertraline groups there was a gradual increase to about 110 seconds , whereas in the fluv	0
0	Patients who were infected with HCV of other genotypes (114 patients) were enrolled in the @DRUG$-@DRUG$-voxilaprevir group.	Patients who were taint with HCV of other genotypes ( 114 patients ) were enroll in the @DRUG$ - @DRUG$ - voxilaprevir group .	Patients other were infected 114 HCV of who genotypes ( with patients ) were enrolled in the @DRUG$ - @DRUG$ - voxilaprevir group .	Patients who were with HCV of genotypes ( 114 ) were enrolled in the @DRUG$ - @DRUG$ - voxilaprevir group .	Patients who were infected with HCV of other genotypes ( 114 patients ) were enrolled in the @DRUG$ - @DRUG$ - voxilaprevir group .	0
0	By contrast, there was a 10-fold increase in the urinary dextromethorphan/@DRUG$ ratio in the @DRUG$ group and this differed significantly from those in the ziprasidone and placebo groups (P = 0.0001).	By dividing line , there was a 10 - fold step up in the urinary dextromethorphan / @DRUG$ ratio in the @DRUG$ group and this differed importantly from those in the ziprasidone and placebo groups ( P = 0.0001 ) .	By contrast , 0.0001 was a 10 in fold the in increase urinary dextromethorphan / @DRUG$ ratio - the @DRUG$ group and this differed significantly from those in the ziprasidone and placebo groups ( P = there ) .	By contrast , there was a 10 - fold increase in the urinary dextromethorphan / @DRUG$ ratio in the @DRUG$ group and this differed from those in the ziprasidone placebo groups ( P = 0.0001 ) .	There was a 10-fold increase in the urinary dextromethorphan / @DRUG$ ratio in the @DRUG$ group.	0
0	Results showed that supplementation of the organic forms of Mg (citrate and amino-acid chelate) showed greater absorption (P = 0.033) at 60 days than MgO, @DRUG$ assessed by the 24-h urinary @DRUG$ excretion.	effect establish that supplementation of the organic forms of milligram ( citrate and amino-acid chelate ) establish greater absorption ( P = 0.033 ) at 60 days than MgO , @DRUG$ assessed by the twenty four -h urinary @DRUG$ excretion .	Results showed organic supplementation of the that Mg of forms 24 citrate and amino-acid chelate ) showed greater absorption ( P = 0.033 60 at ) days than MgO , @DRUG$ assessed by the ( -h urinary @DRUG$ excretion .	Results showed that supplementation the organic forms of Mg ( citrate and amino-acid chelate ) showed greater absorption ( P = 0.033 ) at 60 days MgO , @DRUG$ assessed by the 24 -h urinary @DRUG$ excretion .	The organic forms of magnesium ( citrate and amino-acid chelate ) showed greater absorption than magnesium oxide , as assessed by the 24 -h urinary @DRUG$ excretion .	1
0	@DRUG$ was compared with nystatin, @DRUG$, flucytosine, itraconazole, clotrimazole, ketoconazole, fluconazole, buconazole, and miconazole; as monotherapy, boric acid was studied in 7 studies.	@DRUG$ was compared with nystatin , @DRUG$ , flucytosine , itraconazole , clotrimazole , ketoconazole , fluconazole , buconazole , and miconazole ; as monotherapy , boracic sulphurous was studied in seven studies .	@DRUG$ was compared ; nystatin , @DRUG$ , and , , , clotrimazole , ketoconazole , fluconazole , buconazole itraconazole flucytosine miconazole with as monotherapy , boric acid was studied in 7 studies .	@DRUG$ was compared with nystatin , @DRUG$ , , itraconazole , clotrimazole , ketoconazole , fluconazole , buconazole and miconazole ; as monotherapy boric acid was studied in 7 studies .	@DRUG$ was compared with nystatin, flucytosine, itraconazole, clotrimazole, ketoconazole, fluconazole, buconazole, and miconazole; as monotherapy, boric acid was studied in 7	1
1	PURPOSE: To determine whether @DRUG$ (MSM) affects @DRUG$ (LTG) blood levels and whether any change is of clinical significance.	PURPOSE : To settle whether @DRUG$ ( MSM ) affects @DRUG$ ( LTG ) blood levels and whether any change is of clinical import .	PURPOSE : To determine whether @DRUG$ whether MSM ) affects @DRUG$ ( LTG clinical blood levels and ( any change is of ) significance .	PURPOSE determine whether @DRUG$ ( MSM ) affects @DRUG$ ( LTG ) blood levels and whether any change is of clinical significance .	Does MSM affect the blood levels of LTG, and if so, is this change clinically significant?	1
0	The 15 most frequently positive allergens were nickel sulfate (19.0%), Myroxilon pereirae (balsam of Peru, 11.9%), fragrance mix I (11.5%), quaternium-15 (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), potassium dichromate (4.8%), carba mix (3.9%), thiuram mix (3.9%), @DRUG$ (3.7%), and @DRUG$ (3.4%).	The  most frequently cocksure allergen were ni sulphate ( 19.0 % ) , Myroxilon pereirae ( balsam of republic of peru , 11.9 % ) , fragrance flux i ( 11.5 % ) , quaternium -  ( 10.3 % ) , neobiotic ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , co chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , potassium dichromate ( 4.8 % ) , carba flux ( 3.9 % ) , thiuram flux ( 3.9 % ) , @DRUG$ ( 3.7 % ) , and @DRUG$ ( 3.4 % ) .	15 The most , , allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( 10.3 of Peru , 11.9 p-phenylenediamine ) , fragrance mix I positive 11.5 % ) , quaternium - 15 ( balsam % ) , neomycin ( ( % ) , bacitracin ( % % ) , formaldehyde ( 9.0 % % , cobalt chloride ( 8.4 % ) ( methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , % ( 5.0 % ) , potassium dichromate ( 4.8 % ) , carba % ( 3.9 9.2 ) , thiuram mix 10.0 3.9 % ) , @DRUG$ ( 3.7 mix ) frequently and @DRUG$ ( 3.4 ) ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) , neomycin ( 10.0 % ) bacitracin ( 9.2 % ) , formaldehyde ( 9.0 % ) , cobalt chloride ( 8.4 % ) , methyldibromoglutaronitrile / ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , potassium dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , @DRUG$ ( 3.7 % ) , and @DRUG$ ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) ,	1
0	The response rate was highest among patients with a clonal interstitial deletion involving chromosome 5q31.1 (83 percent, @DRUG$ compared with 57 percent among those with a normal karyotype and 12 percent among those with other karyotypic abnormalities; @DRUG$=0.007) and patients with lower prognostic risk.	The response place was highest among patient role with a clonal interstitial omission involving chromosome 5q31.1 ( 83 percent , @DRUG$ liken with 57 percent among those with a normal karyotype and 12 percent among those with other karyotypic abnormalities ; @DRUG$=0.007 ) and patient role with lower prognostic risk .	The response rate was highest among patients with a with interstitial deletion ( chromosome 5q31.1 , 83 percent involving @DRUG$ compared clonal 57 percent among those and a normal karyotype and 12 percent among those with other karyotypic abnormalities ; @DRUG$=0.007 ) with patients with lower prognostic risk .	response rate was highest among patients with a clonal interstitial deletion involving chromosome 5q31.1 ( 83 percent , @DRUG$ compared with 57 percent among with normal karyotype and 12 percent among those with other abnormalities ; @DRUG$=0.007 ) and patients with lower prognostic risk .	The response rate was highest among patients with a clonal interstitial deletion involving chromosome 5q31.1 ( 83 percent , @DRUG$ compared with 57 percent among those with a normal karyotype and 12 percent among those with other karyotypic abnormalities ; @DRUG$=0.007	0
0	Four weekly intravenous infusions of @DRUG$ were administered at doses of 125, 250, 375, or 500 @DRUG$/m2.	Four hebdomadal intravenous infusions of @DRUG$ were administered at doses of 125 , 250 , 375 , or d @DRUG$ / m2 .	Four weekly intravenous infusions of @DRUG$ were administered of doses at 125 , 250 , 375 , 500 or @DRUG$ / m2 .	Four weekly intravenous infusions of @DRUG$ were administered at doses of 125 , 250 375 , or 500 @DRUG$ / m2 .	For every 125 units of @DRUG$, there are 250 units of @DRUG$.	0
0	The GnRH agonist nafarelin is @DRUG$ effective as @DRUG$ or oral contraceptives for the treatment of endometriosis and causes fewer adverse reactions.	The GnRH agonist nafarelin is @DRUG$ effective as @DRUG$ or oral contraceptives for the discourse of endometriosis and causes few adverse reactions .	The GnRH agonist nafarelin as @DRUG$ effective is @DRUG$ or oral contraceptives reactions the treatment of endometriosis and causes fewer adverse for .	The GnRH nafarelin @DRUG$ effective as @DRUG$ oral contraceptives the treatment endometriosis and causes fewer adverse reactions .	Nafarelin is effective as oral contraceptives for the treatment of endometriosis and causes fewer adverse reactions.	1
0	The pharmacokinetics of both relebactam and vaborbactam are described by a two-compartment, linear model and do not appear to be altered by the @DRUG$-administration of imipenem and @DRUG$, respectively.	The pharmacokinetics of both relebactam and vaborbactam are delineate by a two -compartment , linear simulate and do not appear to be alter by the @DRUG$ - administration of imipenem and @DRUG$ , respectively .	The pharmacokinetics of both relebactam and vaborbactam described linear by a two -compartment , are model respectively do not appear to be altered by the @DRUG$ - administration of imipenem and @DRUG$ , and .	The of both relebactam and vaborbactam are described by a two -compartment , linear and do not appear to be altered the @DRUG$ - administration of imipenem and @DRUG$ , respectively .	Both relebactam and vaborbactam are absorbed and eliminated in a linear fashion, and neither drug appears to be affected by the presence of the other.	1
0	Ninety-two patients received a 100-@DRUG$ infusion of SL-carbamazepine @DRUG$ part of their morning dose.	Ninety - two patient received a  - @DRUG$ infusion of SL - carbamazepine @DRUG$ part of their morning dose .	Ninety - two patients 100 a received - @DRUG$ infusion of SL - of @DRUG$ part carbamazepine their morning dose .	Ninety - two patients received a 100 - @DRUG$ infusion SL - carbamazepine @DRUG$ part of their morning dose .	Ninety - two patients received a 100 - @DRUG$ infusion of SL - carbamazepine @DRUG$ part of their morning dose .	0
0	The subjects were often heavily colonized by new aerobic strains such @DRUG$ enterococci, E. coli, Bacillus, Enterobacter, Aeromonas, and @DRUG$.	The subjects were often heavily settled by new aerophilous strains such @DRUG$ enterococci , E. coli , Bacillus , Enterobacter , Aeromonas , and @DRUG$ .	heavily subjects were often The colonized by and aerobic strains such @DRUG$ enterococci , E. coli , Bacillus , Enterobacter , Aeromonas , new @DRUG$ .	The subjects were often heavily colonized by new aerobic strains such @DRUG$ enterococci , E. coli , Bacillus , Enterobacter , Aeromonas , and @DRUG$	The subjects were often heavily colonized by new aerobic strains such as @DRUG$ enterococci, E. coli, Bacillus, Enterobacter, Aeromonas, and @DRUG$.	0
0	At a dosage of 1-2 mg/kg administered s.c., robenacoxib should be at least @DRUG$ effective as 0.2 @DRUG$/kg of meloxicam in suppressing acute joint pain and inflammation in dogs.	At a dosage of 1 - two mg / kg administered s.c. , robenacoxib should be at to the lowest degree @DRUG$ effective as 0.2 @DRUG$ / kg of meloxicam in suppressing piercing joint pain and inflammation in dogs .	At suppressing dosage of 1 - 2 at / kg administered s.c. , robenacoxib should be mg least @DRUG$ effective as 0.2 @DRUG$ / kg of meloxicam in a in joint pain and inflammation acute dogs .	At a dosage of 1 - 2 mg / kg administered s.c. , robenacoxib should at least @DRUG$ effective as 0.2 @DRUG$ / kg of meloxicam in suppressing acute joint pain and inflammation dogs .	For every 1 - 2 mg / kg of robenacoxib administered, it should be at least as effective as 0.2 mg / kg of meloxicam in suppressing acute joint pain and inflammation in dogs.	1
0	A part of the samples were subjected to DNA-DNA hybridizations of 14 microbial plaque species: Actinomyces naeslundii, A. viscosus, Fusobacterium nucleatum, Lactobacillus acidophilus, L. fermentum, L. paracasei, L. @DRUG$, @DRUG$. plantarum, Streptococcus gordonii, S. oralis, S. parasanguis, S. salivarius, S. sanguinis, Veillonella parvula.	A part of the try out were subjected to deoxyribonucleic acid - deoxyribonucleic acid hybridizations of fourteen microbic plaque species : Actinomyces naeslundii , A. viscosus , Fusobacterium nucleatum , Lactobacillus lactobacillus acidophilus , L. fermentum , L. paracasei , L. @DRUG$ , @DRUG$ . plantarum , streptococci gordonii , S. oralis , S. parasanguis , S. salivarius , S. sanguinis , Veillonella parvula .	A part of the samples to subjected were 14 - DNA hybridizations paracasei DNA microbial plaque species : Actinomyces naeslundii , A. viscosus , Fusobacterium nucleatum , Lactobacillus acidophilus , L. , , L. of , L. @DRUG$ , @DRUG$ . plantarum , Streptococcus gordonii , , oralis S. S. parasanguis , S. salivarius fermentum S. sanguinis , Veillonella parvula .	part of the samples were subjected to DNA DNA hybridizations 14 microbial plaque species : Actinomyces naeslundii , A. viscosus , Fusobacterium , Lactobacillus acidophilus , L. fermentum , paracasei , L. @DRUG$ , @DRUG$ . plantarum , gordonii , S. oralis , S. parasanguis , S. salivarius , S. sanguinis , Veillonella parvula	A part of the samples were subjected to DNA - DNA hybridizations of 14 microbial plaque species : Actinomyces naeslundii , A. viscosus , Fusobacterium nucleatum , Lactobacillus acidophilus , L. fermentum , L. parac	1
1	Based on inhibition constant values the inhibitory effects of @DRUG$, 5-HM and DPr-P-4(N-->O) were 1.4 to 1.7 times greater in the bladder than in the parotid gland, whereas the inhibitory effects of oxybutynin, DEOB, @DRUG$ and darifenacin were 2 to 10 times greater in the parotid gland.	Based on forbiddance constant quantity values the inhibitory effects of @DRUG$ , 5 - HM and DPr -P-4 ( due north -->O ) were 1.4 to 1.7 fourth dimension greater in the bladder than in the parotid gland , whereas the inhibitory effects of oxybutynin , DEOB , @DRUG$ and darifenacin were deuce to 10 fourth dimension greater in the parotid gland .	Based were inhibition constant values the inhibitory effects of @DRUG$ , 5 - N and DPr on ( HM -->O ) -P-4 1.4 to gland times greater in the bladder than in the parotid gland the whereas the inhibitory effects of oxybutynin , DEOB , @DRUG$ and darifenacin were 2 to 10 times greater in , parotid 1.7 .	Based on inhibition constant values the effects of @DRUG$ , 5 - HM and DPr -P-4 ( N -->O ) were 1.4 to 1.7 greater in the bladder than in the parotid gland whereas the effects of oxybutynin , DEOB , @DRUG$ and darifenacin 2 to 10 times greater in parotid gland	The inhibitory effects of @DRUG$ were 1.4 to 1.7 times greater in the bladder than in the parotid gland, whereas the inhibitory effects of oxybutynin, DEOB, @DRUG$ and darifenacin were 2 to 10 times greater	0
0	BACKGROUND AND OBJECTIVES: @DRUG$ (LCI699) is an adrenal steroidogenesis inhibitor currently in late-phase clinical development @DRUG$ a potential treatment for Cushing's disease.	BACKGROUND AND OBJECTIVES : @DRUG$ ( LCI699 ) is an adrenal steroidogenesis inhibitor presently in late - phase clinical development @DRUG$ a potential treatment for cushing 's disease .	BACKGROUND AND OBJECTIVES : @DRUG$ ( LCI699 ) adrenal an is steroidogenesis inhibitor currently in late - Cushing clinical development @DRUG$ a potential treatment for phase 's disease .	BACKGROUND AND OBJECTIVES : @DRUG$ ( LCI699 ) an adrenal steroidogenesis inhibitor in late - phase clinical development @DRUG$ a potential treatment for Cushing 's .	@DRUG$ is an inhibitor of adrenal steroidogenesis, while @DRUG$ is a potential treatment for Cushing's disease.	0
0	@DRUG$ (3,4,4'-trichlorocarbanilide; TCC) is widely used @DRUG$ an antibacterial in bar soaps.	@DRUG$ ( 3,4,4'-trichlorocarbanilide ; TCC ) is wide used @DRUG$ an antibacterial in bar soaps .	@DRUG$ ( 3,4,4'-trichlorocarbanilide ; in ) is widely used @DRUG$ an antibacterial TCC bar soaps .	@DRUG$ ( 3,4,4'-trichlorocarbanilide ; TCC is widely used @DRUG$ an antibacterial in bar soaps .	@DRUG$ is a widely used antibacterial in bar soaps.	1
0	CONCLUSIONS: @DRUG$ 10 and 25 mg for 24 weeks @DRUG$ add-on to metformin therapy significantly improved glycemic control, weight, and BP, and were well-tolerated.	CONCLUSIONS : @DRUG$ 10 and 25 mg for 24 weeks @DRUG$ add - on to metformin therapy importantly improve glycemic control , weight , and BP , and were well - put up .	CONCLUSIONS 24 @DRUG$ 10 and 25 mg for glycemic weeks @DRUG$ add - on to metformin therapy significantly improved : control , weight , and tolerated , and were well - BP .	CONCLUSIONS : @DRUG$ 10 and 25 mg for 24 weeks @DRUG$ add - on to metformin therapy significantly improved glycemic control , weight , and BP and were well - tolerated .	@DRUG$ 10 and 25 mg for 24 weeks @DRUG$ add - on to metformin therapy significantly improved glycemic control , weight , and BP , and were well - tolerated .	0
0	Seventeen patients with advanced metastatic melanoma received @DRUG$ 75 mg p.o. t.i.@DRUG$., unless toxicity or disease progression supervened.	Seventeen patients with advanced metastatic melanoma received @DRUG$ 75 mg p.o. t.i.@DRUG$ . , unless toxicity or disease advance supervene .	Seventeen patients toxicity advanced metastatic melanoma received @DRUG$ 75 p.o. mg t.i.@DRUG$ . , unless with or disease progression supervened .	Seventeen patients with advanced metastatic melanoma received @DRUG$ 75 mg p.o. t.i.@DRUG$ . , unless toxicity or progression supervened .	Seventeen patients with advanced metastatic melanoma received @DRUG$ 75 mg p.o. t.i.@DRUG$ . , unless toxicity or disease progression supervened ."In other words, DRUGA and DRUGB are administered together, but if DRUGA	0
0	Like imipenem and meropenem, @DRUG$ and vaborbactam are both primarily renally excreted, and clearance correlates with @DRUG$ clearance.	care imipenem and meropenem , @DRUG$ and vaborbactam are both in the main renally excreted , and clearance correlates with @DRUG$ clearance .	are imipenem , meropenem , @DRUG$ and vaborbactam Like both primarily renally excreted and and clearance correlates with @DRUG$ clearance .	imipenem and meropenem @DRUG$ and are primarily renally excreted , and clearance correlates with @DRUG$ clearance	The more quickly @DRUG$ is cleared from the body, the more quickly @DRUG$ is cleared from the body.	0
0	@DRUG$, @DRUG$-liver oil, sunlight, and rickets: a historical perspective.	@DRUG$ , @DRUG$ - liver rock oil , sunlight , and rickets : a historical perspective .	@DRUG$ , @DRUG$ - liver oil , sunlight : and rickets , a historical perspective .	@DRUG$ @DRUG$ - liver sunlight , rickets : a historical perspective .	Liver oil, sunlight, and rickets: a historical perspective.	1
1	We cover nicotine replacement therapy (NRT), antidepressants (bupropion and nortriptyline), nicotine receptor partial agonists (varenicline and cytisine), anxiolytics, selective type 1 cannabinoid receptor antagonists (@DRUG$), @DRUG$, lobeline, dianicline, mecamylamine, Nicobrevin, opioid antagonists, nicotine vaccines, and silver acetate.	We overlay nicotine replacement therapy ( NRT ) , antidepressants ( bupropion and nortriptyline ) , nicotine receptor partial agonist ( varenicline and cytisine ) , anxiolytic drug , selective typewrite ace cannabinoid receptor antagonists ( @DRUG$ ) , @DRUG$ , lobeline , dianicline , mecamylamine , Nicobrevin , opioid antagonists , nicotine vaccines , and silver acetate .	We cover ) replacement therapy ( NRT nicotine , antidepressants ( bupropion and nortriptyline ) , nicotine receptor partial agonists ( varenicline and cytisine ) , anxiolytics , selective , acetate cannabinoid receptor antagonists ( @DRUG$ ) , @DRUG$ , lobeline , dianicline vaccines mecamylamine , Nicobrevin , opioid antagonists , nicotine , type and silver 1 .	We cover nicotine replacement therapy ( NRT ) , ( and nortriptyline ) , nicotine receptor partial ( varenicline and cytisine ) , anxiolytics , selective type 1 cannabinoid receptor antagonists ( @DRUG$ ) , @DRUG$ , lobeline , dianicline , mecamylamine , Nicobrevin , opioid antagonists , nicotine vaccines , and acetate .	@DRUG$ is a drug that is used to treat @DRUG$, which is a drug that is used to treat addiction to nicotine.	0
0	As a result, public @DRUG$ supplies in Southern California were found to contain @DRUG$ ions in the range of 5 to 8 ppb, and those in Southern Nevada were found to contain 5 to 24 ppb.	adenine a result , public @DRUG$ supplies in Southern golden state were found to contain @DRUG$ ions in the range of 5 to 8 ppb , and those in Southern Nevada were found to contain 5 to twenty four ppb .	in to result , public @DRUG$ supplies in Southern California were found to contain @DRUG$ ions in the range As 5 to 8 ppb , and those of Southern Nevada were found a contain 5 to 24 ppb .	a result , public @DRUG$ supplies in Southern California were found to contain @DRUG$ ions in the range of 5 to 8 ppb , and those in Southern Nevada were found to contain 5 to 24 ppb .	Public @DRUG$ supplies in Southern California were found to contain @DRUG$ ions in the range of 5 to 8 ppb, and those in Southern Nevada were found to contain 5 to 24 ppb.	0
0	Neither trial reported function.Low-quality evidence from three trials (1136 participants) indicated there may be no difference in the incidence of acute gout attacks with allopurinol up to 300 mg daily versus @DRUG$ 80 @DRUG$ daily over eight to 24 weeks (21% with allopurinol versus 23% with febuxostat, RR 0.89, 95% CI 0.71 to 1.1); however more participants may achieve target serum urate level (four trials; 2618 participants) with febuxostat 80 mg daily versus allopurinol 300 mg daily (38% with allopurinol versus 70% with febuxostat, RR 0.56, 95% CI 0.48 to 0.65, NNTB with febuxostat 4).	Neither tryout reported function . Low - quality evidence from three test ( 1136 participants ) designate there may be no difference in the incidence of acute gout assault with allopurinol up to 300 milligram daily versus @DRUG$ fourscore @DRUG$ daily over eight to 24 weeks ( twenty one % with allopurinol versus xxiii % with febuxostat , RR 0.89 ,  % CI 0.71 to 1.1 ) ; however more participants may attain target blood serum urate level off ( four test ; 2618 participants ) with febuxostat fourscore milligram daily versus allopurinol 300 milligram daily ( 38 % with allopurinol versus 70 % with febuxostat , RR 0.56 ,  % CI 0.48 to 0.65 , NNTB with febuxostat 4 ) .	80 trial reported function . Low - quality evidence versus three trials ( 1136 % ) indicated there may be no difference in the incidence of acute gout attacks with allopurinol serum to 300 mg daily versus @DRUG$ 80 @DRUG$ daily over ; to 24 weeks to 21 % with allopurinol versus 23 % with febuxostat , level 0.89 , 95 with CI 0.71 ( 1.1 ) eight however more participants may achieve % up urate RR ( four trials ; 2618 participants ) with febuxostat Neither mg allopurinol from daily % mg daily ( 38 300 with allopurinol versus 70 participants with febuxostat , RR 0.56 , 95 target CI 0.48 to 0.65 ) NNTB % febuxostat 4 , .	Neither trial reported function Low - quality evidence from three ( participants ) indicated there may be no in the incidence of acute gout attacks with allopurinol up to 300 mg daily versus @DRUG$ 80 @DRUG$ daily over eight to 24 weeks ( 21 % with allopurinol versus 23 % with febuxostat , RR 0.89 , 95 % 0.71 to 1.1 ) ; however more participants may target serum urate level four ; 2618 participants ) febuxostat 80 mg versus 300 mg daily ( 38 % with allopurinol versus 70 % with febuxostat , RR 0.56 , 95 CI 0.48 to 0.65 , NNTB with febuxostat 4 ) .	There may be no difference in the incidence of acute gout attacks with allopurinol up to 300 mg daily versus @DRUG$ 80 @DRUG$ daily over eight to 24 weeks. However, more participants may achieve target serum urate level with febuxostat 80 mg daily versus	0
1	Neurochemical experiments were done to examine serotonin release and serotonin uptake inhibition as mechanisms of action of d-@DRUG$ in rats and to compare d-fenfluramine to @DRUG$, a serotonin uptake inhibitor.	neurochemical experiments were done to examine serotonin release and serotonin uptake inhibition as mechanism of natural action of d-@DRUG$ in rats and to compare d-fenfluramine to @DRUG$ , a serotonin uptake inhibitor .	Neurochemical experiments to done were examine serotonin release and serotonin uptake inhibition as mechanisms of action and d-@DRUG$ in compare of to rats d-fenfluramine to @DRUG$ , a serotonin uptake inhibitor .	Neurochemical were done to examine serotonin release and serotonin uptake inhibition mechanisms of of d-@DRUG$ in rats and to compare d-fenfluramine to @DRUG$ , a serotonin uptake inhibitor .	Neurochemical experiments were done to examine serotonin release and serotonin uptake inhibition as mechanisms of action of d-@DRUG$ in rats and to compare d-fenfluramine to @DRUG$ , a serotonin uptake inhibitor ."DRUGA is a drug that causes serotonin release, while DR	0
0	The combined oral contraceptive pill containing @DRUG$ and ethinyl estradiol plus levomefolate @DRUG$.	The combined oral contraceptive oral contraceptive pill containing @DRUG$ and ethinyl estradiol plus levomefolate @DRUG$ .	The combined oral contraceptive pill containing @DRUG$ plus ethinyl estradiol and levomefolate @DRUG$ .	The combined oral contraceptive pill containing @DRUG$ and ethinyl estradiol plus levomefolate @DRUG$ .	The combined oral contraceptive pill containing @DRUG$ and ethinyl estradiol plus levomefolate @DRUG$ is a medication that is used to prevent pregnancy.	0
0	@DRUG$ has potential @DRUG$ monotherapy in these tumor types, or as a combination partner for other cytotoxic agents with different mechanisms of action and little overlap of key toxicities.	@DRUG$ has potential drop @DRUG$ monotherapy in these tumour typewrite , or as a combination partner for other cytotoxic agents with different mechanisms of action and little overlap of key toxicities .	@DRUG$ has potential @DRUG$ monotherapy in action tumor agents little or as a combination partner for other cytotoxic types with different mechanisms of these and , overlap of key toxicities .	@DRUG$ has potential @DRUG$ monotherapy in these tumor types , as a combination partner for other cytotoxic agents with different of and little overlap of key toxicities .	@DRUG$ has potential as a monotherapy in these tumor types, or as a combination partner for other cytotoxic agents with different mechanisms of action and little overlap of key toxicities.	1
0	To @DRUG$, @DRUG$ has not been compared with an animal-derived surfactant in a premature animal model.	To @DRUG$ , @DRUG$ has not been compared with an animal-derived surfactant in a premature animal poser .	To @DRUG$ , @DRUG$ an not been compared with has animal-derived surfactant in a premature animal model .	To @DRUG$ , @DRUG$ has not compared with an surfactant a premature animal .	We don't know if @DRUG$ is better than @DRUG$ because we haven't compared them in a premature animal model.	0
1	Some antipsychotic drugs inhibited (+)-[3H]SKF 10,047 binding with high to moderate affinities in the following order of potency: @DRUG$ greater than perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than molindone greater than or equal to pimozide greater than or equal to thioridazine greater than or equal to chlorpromazine greater than or equal to @DRUG$.	Some neuroleptic drug drugs subdue ( + ) -[ 3H ]SKF 10,047 bond with high to control affinities in the adopt social club of potency : @DRUG$ greater than perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than molindone greater than or equal to pimozide greater than or equal to thioridazine greater than or equal to chlorpromazine greater than or equal to @DRUG$ .	than antipsychotic drugs inhibited ( + ) -[ 3H equal Some binding with high to moderate affinities in the following order of potency : @DRUG$ greater than perphenazine greater than fluphenazine greater greater acetophenazine greater than trifluoperazine greater 10,047 molindone greater or than equal than pimozide than than or ]SKF to thioridazine greater to or equal to chlorpromazine greater than or equal to @DRUG$ .	Some antipsychotic inhibited ( + ) -[ 3H ]SKF 10,047 binding with to moderate affinities in the of potency : @DRUG$ greater perphenazine greater than fluphenazine greater acetophenazine greater than trifluoperazine greater molindone greater than or equal to pimozide greater than or equal to thioridazine greater than or equal to chlorpromazine greater or equal @DRUG$ .	The order of potency of some antipsychotic drugs in inhibiting ( + ) -[ 3H ]SKF 10,047 binding is @DRUG$ greater than perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than molindone greater	1
0	Since @DRUG$ is at least as well tolerated as @DRUG$, with its convenient administration schedule and pharmacokinetic profile it is a useful alternative to erythromycin in the treatment of appropriate community-acquired infections.	Since @DRUG$ is at least as well tolerated as @DRUG$ , with its commodious administration schedule and pharmacokinetic visibility it is a useful alternative to erythromycin in the treatment of appropriate community of interests - acquired infections .	Since @DRUG$ is at least as - tolerated as @DRUG$ , with its convenient administration schedule and pharmacokinetic profile it community a useful alternative to erythromycin in the treatment of infections is well acquired appropriate .	@DRUG$ at least as well tolerated @DRUG$ , with its convenient administration schedule and pharmacokinetic profile it is a useful alternative to erythromycin in the treatment of appropriate community - acquired infections .	@DRUG$ is just as good as @DRUG$ at treating infections, but it is more convenient to take because it has a better pharmacokinetic profile.	0
0	In comparative trials in the management of hypertension, the combination of @DRUG$ 1 or 2 mg/d and verapamil ER 180 @DRUG$/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	in comparative trials in the management of hypertension , the combination of @DRUG$ unity or 2 milligram /d and isoptin ER 180 @DRUG$ / d was statistically undistinguishable from or superior to the combinations of atenolol 50 or hundred milligram /d plus chlorthalidone 12.5 or 25 milligram /d , captopril 50 milligram / d plus HCTZ 25 milligram /d , zestril xx milligram / d plus HCTZ 12.5 milligram /d , and metoprolol hundred milligram / d plus HCTZ 12.5 mg/d .	In comparative mg in the management of hypertension , the combination of @DRUG$ from or 2 mg /d and the ER 180 @DRUG$ / d was statistically indistinguishable 1 or superior to verapamil combinations of atenolol 12.5 or 100 mg /d plus chlorthalidone 50 or / mg /d , captopril trials mg / d plus HCTZ 25 mg /d , plus 20 mg 25 d lisinopril HCTZ 12.5 mg /d , and metoprolol 100 50 / d plus HCTZ 12.5 mg/d .	In trials in management of hypertension , the combination of @DRUG$ 1 2 mg /d and ER @DRUG$ / d was statistically indistinguishable from or superior to the combinations of atenolol 50 or mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ 25 mg /d , lisinopril mg / d HCTZ 12.5 /d , and metoprolol mg / d plus HCTZ 12.5 mg/d .	The combination of @DRUG$ and verapamil ER was statistically indistinguishable from or superior to the combinations of atenolol, captopril, lisinopril, and metoprolol.	1
0	Twelve neutral free @DRUG$, i.e. serine, threonine, @DRUG$, asparagine, alanine, proline, methionine, tyrosine, valine, leucine, isoleucine and phenylalanine, were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	twelve achromatic free @DRUG$ , i.e. serine , threonine , @DRUG$ , asparagine , alanine , proline , methionine , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the comportment of D-enantiomers in plasma samples from patient role with nephritic diseases and from normal subjects .	Twelve neutral free @DRUG$ , i.e. serine patients were , @DRUG$ , asparagine plasma alanine , proline , methionine leucine tyrosine , valine , , , isoleucine and phenylalanine , threonine surveyed for the presence of D-enantiomers in , samples from , with renal diseases and from normal subjects .	Twelve neutral free @DRUG$ , i.e. serine , , @DRUG$ , asparagine , alanine , proline methionine , tyrosine , valine , leucine , isoleucine and , were surveyed for the presence D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	Twelve neutral free @DRUG$ , i.e. serine , threonine , asparagine , alanine , proline , methionine , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the presence	1
1	In the L5 ligation model with thermal stimulation retigabine 10 @DRUG$/kg p.o. was as effective as 100 mg/kg gabapentin or 10 mg/kg @DRUG$.	indium the L5 ligation model with thermal stimulation retigabine tenner @DRUG$ / kilogram p.o. was as effective as 100 mg / kilogram gabapentin or tenner mg / kilogram @DRUG$ .	In the L5 ligation model kg thermal or retigabine 10 @DRUG$ / kg p.o. was as effective as 100 mg / kg gabapentin stimulation 10 mg / with @DRUG$ .	In the L5 model with thermal stimulation retigabine 10 @DRUG$ / kg p.o. was as effective as 100 mg kg gabapentin or 10 mg / kg @DRUG$ .	For every 10 mg / kg of @DRUG$ given orally, there is the same level of effectiveness as 100 mg / kg of gabapentin or 10 mg / kg of @DRUG$ .	0
0	Glibenclamide uptake was weakly inhibited by DIDS and by anthracene-9-carboxylic acid (A-9-C) but not by @DRUG$ and @DRUG$.	Glibenclamide uptake was weakly inhibited by DIDS and by anthracene - 9 - carboxylic acidulous ( angstrom unit - 9 - C ) but not by @DRUG$ and @DRUG$ .	Glibenclamide uptake was A inhibited by DIDS and by anthracene - 9 - carboxylic acid ( weakly - 9 - C ) but not by @DRUG$ and @DRUG$ .	was inhibited by DIDS and by anthracene - 9 - carboxylic acid A - 9 - C ) but not by @DRUG$ and @DRUG$ .	Glibenclamide uptake was weakly inhibited by DIDS and by anthracene - 9 - carboxylic acid ( A - 9 - C ) but not by @DRUG$ and @DRUG$ .	0
0	The objective of this study was to evaluate the antibacterial efficacy of isoconazole @DRUG$ (ISN), a broad-spectrum antimicrobial @DRUG$, commonly used to treat dermatomycoses.	The object of this study was to evaluate the antibacterial efficacy of isoconazole @DRUG$ ( ISN ) , a broad-spectrum antimicrobial @DRUG$ , usually used to treat dermatomycoses .	The to of this study commonly to evaluate the antibacterial efficacy of isoconazole @DRUG$ ( ISN ) , a broad-spectrum antimicrobial @DRUG$ , was used objective treat dermatomycoses .	The objective of this study was to evaluate the antibacterial efficacy of isoconazole @DRUG$ ( ISN ) , a broad-spectrum antimicrobial @DRUG$ , commonly used to treat dermatomycoses .	The study found that isoconazole @DRUG$ was an effective antibacterial @DRUG$ against dermatomycoses.	0
0	RESULTS: @DRUG$ inhibited the transactivation of ERalpha under the presence of 17beta-@DRUG$ (E2) and did not induce the transactivation of ERalpha in the absence of E2, unlike the agonistic activity of tamoxifen.	RESULTS : @DRUG$ inhibited the transactivation of ERalpha under the presence of 17beta - @DRUG$ ( E2 ) and did not hasten the transactivation of ERalpha in the absence seizure of E2 , unlike the agonistic activity of estrogen antagonist .	RESULTS : @DRUG$ inhibited of did of ERalpha under the presence of 17beta - @DRUG$ ( E2 ) and transactivation not induce the transactivation of ERalpha in , absence the E2 the unlike the agonistic activity of tamoxifen .	: @DRUG$ inhibited the of ERalpha under the presence of 17beta - @DRUG$ ( E2 and did not induce the transactivation of ERalpha in the absence of , the agonistic of tamoxifen	@DRUG$ inhibits the transactivation of ERalpha under the presence of 17beta-@DRUG$ (E2) and does not induce the transactivation of ERalpha in the absence of E2, unlike the agonistic activity of tamoxifen.	0
0	Another potential target is the biosynthetic pathway of @DRUG$ and @DRUG$, the low molecular weight thiol found exclusively in trypanosomatids.	Another potential target is the biosynthetic nerve tract of @DRUG$ and @DRUG$ , the low down molecular weight thiol found exclusively in trypanosomatids .	Another and biosynthetic is the target pathway of @DRUG$ potential @DRUG$ , the low molecular weight thiol found exclusively in trypanosomatids .	Another potential target is the biosynthetic pathway @DRUG$ and @DRUG$ , the low molecular thiol exclusively in trypanosomatids .	@DRUG$ and @DRUG$ are two molecules that are found exclusively in trypanosomatids and that are involved in the biosynthesis of a low molecular weight thiol.	0
0	Introduction of a Methyl Group Curbs Metabolism of Pyrido[3,4- d]pyrimidine Monopolar Spindle 1 (MPS1) Inhibitors and Enables the Discovery of the Phase 1 Clinical Candidate N2-(2-Ethoxy-4-(4-methyl-4 H-1,2,4-triazol-3-yl)phenyl)-6-methyl- N8-neopentylpyrido[3,4- @DRUG$]pyrimidine-2,8-diamine (@DRUG$).	Introduction of a methyl group suppress Metabolism of Pyrido [ 3,4 - d]pyrimidine Monopolar Spindle single ( MPS1 ) Inhibitors and Enables the Discovery of the phase single Clinical Candidate N2 -( 2 - Ethoxy-4-( 4- methyl-4 H-1,2,4-triazol-3-yl ) phenyl ) -6-methyl- N8-neopentylpyrido [ 3,4 - @DRUG$ ] pyrimidine -2,8-diamine ( @DRUG$ ) .	Phase ) a Methyl Group Curbs Metabolism the Pyrido [ 3,4 - d]pyrimidine Monopolar Spindle 1 ( MPS1 ) Inhibitors and Enables of Discovery of the Introduction 1 phenyl Clinical N2 -( 2 - Ethoxy-4-( 4- methyl-4 H-1,2,4-triazol-3-yl ) Candidate of -6-methyl- N8-neopentylpyrido [ 3,4 - @DRUG$ ] pyrimidine -2,8-diamine ( @DRUG$ ) .	Introduction of a Methyl Group Curbs Metabolism of Pyrido [ 3,4 - Monopolar Spindle 1 ( MPS1 ) Inhibitors and Enables the of Phase 1 Clinical Candidate N2 -( 2 - Ethoxy-4-( H-1,2,4-triazol-3-yl ) phenyl ) -6-methyl- N8-neopentylpyrido [ 3,4 - @DRUG$ ] pyrimidine -2,8-diamine ( @DRUG$ ) .	The introduction of a methyl group into the pyrido[3,4-d]pyrimidine monopolar spindle 1 (MPS1) inhibitors enables the discovery of the phase 1 clinical candidate N2-(2-ethoxy-4-(4-methyl-4H-1,	1
0	The 6-minute walk distance increased in all ambrisentan groups; mean placebo-corrected treatment effects were 31 m (@DRUG$=0.008) and 51 m (P<0.001) in ARIES-1 for 5 and 10 mg ambrisentan, respectively, and 32 m (P=0.022) and 59 @DRUG$ (P<0.001) in ARIES-2 for 2.5 and 5 mg ambrisentan, respectively.	The 6 - bit take the air aloofness increased in all ambrisentan groups ; mean placebo-corrected treatment effects were  m ( @DRUG$=0.008 ) and 51 m ( P< 0.001 ) in ARIES - 1 for 5 and 10 mg ambrisentan , respectively , and thirty two m ( P=0.022 ) and 59 @DRUG$ ( P<0.001 ) in ARIES - two for 2.5 and 5 mg ambrisentan , respectively .	The 6 increased minute walk mg - in all ambrisentan groups ; mean placebo-corrected treatment effects - 31 m ( @DRUG$=0.008 ) 51 and m ( P< 0.001 ) in ARIES were 1 for 5 and 10 - ambrisentan , respectively , and 32 m ( P=0.022 ) and 59 @DRUG$ ( P<0.001 ) in ARIES mg 2 for 2.5 and 5 distance ambrisentan , respectively .	The 6 - minute walk increased in all ambrisentan groups ; mean placebo-corrected treatment were 31 m ( @DRUG$=0.008 ) and 51 m ( P< 0.001 ) in ARIES - 1 for 5 10 mg ambrisentan , respectively , and 32 m ( P=0.022 ) and 59 @DRUG$ ( ) in ARIES - for 2.5 and 5 mg , respectively .	The 6 - minute walk distance increased in all ambrisentan groups ; mean placebo-corrected treatment effects were 31 m ( @DRUG$=0.008 ) and 51 m ( P< 0.001 ) in ARIES - 1 for 5 and 10 mg ambrisentan , respectively	1
0	@DRUG$ is a novel drug that inhibits phosphodiesterase @DRUG$ well as thromboxane A2 synthase.	@DRUG$ is a novel drug that inhibits phosphodiesterase @DRUG$ intimately as thromboxane A2 synthase .	@DRUG$ is as novel drug that inhibits phosphodiesterase @DRUG$ well a thromboxane A2 synthase .	@DRUG$ is a novel drug that inhibits phosphodiesterase @DRUG$ well thromboxane A2 .	@DRUG$ is a new drug that blocks the action of phosphodiesterase @DRUG$ as well as the production of thromboxane A2.	0
0	This study aimed to investigate the influence of @DRUG$, florfenicol, @DRUG$ and E. coli LPS interaction on T and B subsets in thymus and spleen of newly-hatched chicks.	This study aimed to investigate the influence of @DRUG$ , florfenicol , @DRUG$ and E. coli LPS interaction on T and barn subsets in thymus gland and short temper of newly - hatched chicks .	This study aimed of investigate the influence of @DRUG$ thymus subsets , @DRUG$ and E. coli LPS interaction on T and B florfenicol in , and spleen to newly - hatched chicks .	This study aimed to investigate the influence of @DRUG$ , florfenicol , @DRUG$ and E. coli interaction on T and B subsets in thymus and spleen of newly - hatched chicks .	The study found that the drug @DRUG$ had an effect on the number of T and B cells in the thymus and spleen of newly hatched chicks, and that this effect was influenced by the presence of the drug @DRUG$ and the presence of the bacteria E. coli LPS.	0
0	In the absence of @DRUG$ (SAM), liver and kidney microsomes rapidly converted SL to 7 alpha-thio-SL @DRUG$ the only metabolite.	In the absence of @DRUG$ ( SAM ) , liver and kidney microsomes quickly converted sl to 7 alpha-thio -SL @DRUG$ the only metabolite .	In the absence of @DRUG$ ( SAM ) , liver and to microsomes rapidly converted SL 7 kidney alpha-thio -SL @DRUG$ the only metabolite .	In the absence @DRUG$ ( SAM ) , and kidney microsomes rapidly converted SL to alpha-thio -SL @DRUG$ the only metabolite .	Without @DRUG$, liver and kidney microsomes rapidly converted SL to 7 alpha-thio -SL @DRUG$, the only metabolite.	0
0	@DRUG$ is a relatively cardioselective beta-adrenergic blocker, while @DRUG$ is a nonselective beta-adrenergic blocking agent.	@DRUG$ is a relatively cardioselective beta-adrenergic blocker , while @DRUG$ is a nonselective beta-adrenergic stymy agent .	@DRUG$ is a relatively cardioselective beta-adrenergic blocker , while @DRUG$ is a blocking beta-adrenergic nonselective agent .	@DRUG$ is a relatively cardioselective beta-adrenergic blocker while @DRUG$ is a nonselective beta-adrenergic blocking agent .	@DRUG$ is a beta blocker that is more selective in its effects on the heart, while @DRUG$ is a beta blocker that is not as selective and has more widespread effects.	0
1	Thereby, it is important to treat @DRUG$ deficiency with a combination of MeCbl and AdCbl or @DRUG$ or Cbl.	thereby , it is of import to treat @DRUG$ deficiency with a combination of MeCbl and AdCbl or @DRUG$ or Cbl .	and it , is important to treat @DRUG$ deficiency with a combination of MeCbl Thereby AdCbl or @DRUG$ or Cbl .	Thereby , it is important to treat @DRUG$ deficiency with a combination of MeCbl and AdCbl or @DRUG$ or Cbl .	It is important to treat @DRUG$ deficiency with a combination of MeCbl and AdCbl or @DRUG$ or Cbl.	0
0	BACKGROUND: Once-daily (QD) ritonavir 100 mg-boosted fosamprenavir 1400 mg (FPV/r100) or @DRUG$ 300 mg (ATV/r100), plus tenofovir/emtricitabine (TDF/FTC) 300 mg/200 mg, have not been compared @DRUG$ initial antiretroviral treatment.	BACKGROUND : Once-daily ( QD ) ritonavir century mg-boosted fosamprenavir 1400 mg ( FPV / r100 ) or @DRUG$  mg ( ATV / r100 ) , asset tenofovir / emtricitabine ( TDF / federal trade commission )  mg /200 mg , have not been compared @DRUG$ initial antiretroviral treatment .	BACKGROUND : Once-daily ( 100 ) ritonavir QD mg-boosted fosamprenavir r100 mg ( 1400 / r100 antiretroviral or @DRUG$ 300 mg ( ATV / FPV ) , plus tenofovir / emtricitabine ( TDF / FTC ) 300 initial /200 mg , have not been compared @DRUG$ mg ) treatment .	BACKGROUND : Once-daily ( QD ) ritonavir 100 mg-boosted fosamprenavir 1400 mg ( / r100 ) or @DRUG$ 300 mg ( ATV / r100 , plus tenofovir / emtricitabine ( TDF / FTC ) 300 mg /200 mg , have not compared @DRUG$ initial antiretroviral treatment .	BACKGROUND : @DRUG$ has not been compared to @DRUG$ as an initial antiretroviral treatment.	0
0	Dasatinib (formerly BMS-354825), AP23464, SKI-606, and PD166326 are classified @DRUG$ Src/Abl inhibitors, while @DRUG$ (AMN107) and INNO-406 (NS-187) belong to the latter subclass of inhibitors.	Dasatinib ( at one time bm -354825 ) , AP23464 , ski -606 , and PD166326 are classified @DRUG$ Src / Abl inhibitors , while @DRUG$ ( AMN107 ) and INNO - 406 ( due north - 187 ) belong to the latter subclass of inhibitors .	INNO ( formerly BMS ) -354825 ) AP23464 , SKI -606 , and PD166326 are classified @DRUG$ Src / Abl inhibitors , while @DRUG$ ( AMN107 ) and latter - 406 ( NS - 187 , belong to the Dasatinib subclass of inhibitors .	Dasatinib ( formerly -354825 , , SKI -606 and PD166326 are classified @DRUG$ / Abl inhibitors , while @DRUG$ ( AMN107 ) and INNO - 406 ( NS - 187 ) belong to the latter subclass of inhibitors .	@DRUG$ is a type of drug known as a Src / Abl inhibitor, while @DRUG$ is a type of drug known as an NS-187 inhibitor.	0
0	In the absence of activated protein C, it demonstrates anticoagulant activity; in the presence of activated protein C, it functions @DRUG$ a cofactor for activated protein C-dependent proteolytic inactivation of the coagulation cofactors factor @DRUG$ and factor VIIIa.	inwards the absence of trigger off protein cytosine , it demonstrates anticoagulant activeness ; in the presence of trigger off protein cytosine , it functions @DRUG$ a cofactor for trigger off protein C-dependent proteolytic inactivation of the coagulation cofactors factor @DRUG$ and factor VIIIa .	protein absence the of activated In C , it demonstrates anticoagulant activity ; in the presence it activated protein C , of functions @DRUG$ a cofactor for activated protein C-dependent proteolytic inactivation of the coagulation cofactors factor @DRUG$ and factor VIIIa .	the absence of protein , it demonstrates anticoagulant activity ; the of activated protein C , it functions @DRUG$ a cofactor for protein C-dependent proteolytic inactivation of coagulation cofactors factor @DRUG$ and factor VIIIa .	In the absence of activated protein C, @DRUG$ functions as an anticoagulant; in the presence of activated protein C, DRUGA functions as a cofactor for activated protein C-dependent proteolytic inactivation of the coagulation cofactors factor VIIIa and factor	1
1	In radioligand binding studies @DRUG$ lacked affinity and failed to displace radioligands from alpha 2, beta, @DRUG$, 5-HT2 and dopamine D2 sites in selective loci of the rat brain.	indiana radioligand binding studies @DRUG$ lacked affinity and failed to displace radioligands from alpha 2 , beta , @DRUG$ , quintuplet - HT2 and intropin D2 sites in selective loci of the rat brain .	In radioligand binding affinity @DRUG$ lacked studies from failed to displace radioligands - alpha 2 , beta , @DRUG$ , 5 and HT2 and dopamine D2 sites in selective loci of the rat brain .	In radioligand binding studies @DRUG$ lacked affinity and failed to displace radioligands from alpha 2 , beta , @DRUG$ , 5 - HT2 and dopamine D2 sites selective loci of the rat brain .	@DRUG$ does not bind to the same receptors as @DRUG$ , and is not able to displace radioligands from these receptors in the rat brain .	0
0	Upon incubation of MDEA with rabbit liver microsomes and @DRUG$ @DRUG$ cofactor, MDEA was biotransformed into three unknown products: X1, X2, and X3.	Upon brooding of MDEA with rabbit liver colored microsomes and @DRUG$ @DRUG$ cofactor , MDEA was biotransformed into three unknown products : X1 , X2 , and X3 .	Upon incubation of liver with rabbit MDEA microsomes , @DRUG$ @DRUG$ cofactor and MDEA was biotransformed into three unknown products : X1 , X2 , and X3 .	Upon incubation of MDEA with rabbit and @DRUG$ @DRUG$ cofactor , MDEA was biotransformed into three unknown products : X1 , X2 , and X3 .	When MDEA is incubated with rabbit liver microsomes and the @DRUG$ @DRUG$ cofactor, it is biotransformed into three unknown products: X1, X2, and X3.	0
0	@DRUG$ retains the @DRUG$ biological activity as filgrastim, and binds to the same G-CSF receptor, stimulating the proliferation, differentiation and activation of neutrophils.	@DRUG$ retains the @DRUG$ biological activity as filgrastim , and binds to the same G-CSF receptor , rush the proliferation , specialisation and activation of neutrophils .	@DRUG$ retains the @DRUG$ biological activity as filgrastim , and binds to neutrophils same G-CSF receptor activation stimulating the proliferation , differentiation and , of the .	@DRUG$ retains the @DRUG$ biological activity as filgrastim , and binds to the same G-CSF receptor , stimulating the proliferation , differentiation and activation of neutrophils .	@DRUG$ is a drug that is similar to filgrastim, and it binds to the same G-CSF receptor as filgrastim, stimulating the proliferation, differentiation, and activation of neutrophils.	1
1	Monotherapy with cefepime 1 or 2g, usually administered intravenously twice daily, was as effective for clinical and bacteriological response as ceftazidime, @DRUG$ or @DRUG$ monotherapy (1 or 2g two or three times daily) in a number of randomized, clinical trials in hospitalized adult, or less commonly, pediatric, patients with generally moderate to severe community-acquired or nosocomial pneumonia.	Monotherapy with cefepime 1 or 2 g , usually administered intravenously twice daily , was as in force for clinical and bacteriologic response as ceftazidime , @DRUG$ or @DRUG$ monotherapy ( 1 or 2 g two or three times daily ) in a phone number of randomized , clinical trials in hospitalized adult , or le commonly , pediatric , patients with mostly lead to severe community - get or nosocomial pneumonia .	Monotherapy with cefepime 1 as 2 g or usually administered intravenously twice daily , two patients effective for clinical and bacteriological response as ceftazidime , @DRUG$ or @DRUG$ monotherapy ( 1 or 2 daily was or three times g ) in a randomized of number , clinical trials in hospitalized adult , or less commonly , pediatric , community with generally moderate to severe or - acquired , nosocomial pneumonia .	Monotherapy with cefepime 1 or 2 g , usually administered intravenously twice daily , was effective for clinical and response as ceftazidime , @DRUG$ or @DRUG$ monotherapy ( 1 or 2 g two or three times daily ) in a number of randomized , clinical trials in hospitalized adult , or less commonly , , patients with generally moderate severe community - acquired or nosocomial .	Cefepime is as effective as ceftazidime for the treatment of community-acquired or nosocomial pneumonia.	1
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/@DRUG$, enalapril 10 or 20 mg/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, nitrendipine 20 mg/d, perindopril 4 mg/d, and @DRUG$ ER 120 to 240 mg/d.	In comparative trials in the direction of high blood pressure , trandolapril 1 to 4 mg /d was statistically indistinguishable from or superior to capoten 100 mg / @DRUG$ , vasotec x or 20 mg /d , microzide ( HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril 4 mg/d , and @DRUG$ ER 120 to 240 mg/d .	to comparative trials in the management 4 to , trandolapril 1 to 4 mg /d was statistically indistinguishable from In superior hypertension captopril 100 mg / @DRUG$ , enalapril 10 or 20 mg /d , hydrochlorothiazide nifedipine HCTZ ) 25 mg /d , ( ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril of mg/d , and @DRUG$ ER 120 mg/d 240 or .	In comparative trials in the management of hypertension , trandolapril 1 4 mg /d was statistically indistinguishable from or superior to captopril 100 mg / @DRUG$ , enalapril 10 or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 mg /d nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril 4 @DRUG$ ER 120 to 240 mg/d .	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
1	The same was the case with the reversible noncompetitive NMDA receptor antagonists dextromethorphan, dextrorphan, @DRUG$ and @DRUG$.	The same was the pillow slip with the two sided noncompetitive NMDA receptor antagonists dextromethorphan , dextrorphan , @DRUG$ and @DRUG$ .	The same was the case and the reversible noncompetitive , receptor antagonists dextromethorphan NMDA dextrorphan , @DRUG$ with @DRUG$ .	The was the case with the reversible noncompetitive NMDA receptor antagonists dextromethorphan , dextrorphan , @DRUG$ and @DRUG$ .	The same was the case with the reversible noncompetitive NMDA receptor antagonists dextromethorphan, dextrorphan, @DRUG$ and @DRUG$."In other words, the relationship between DRUGA and DRUGB is that they are all reversible noncompetitive NMDA	0
0	An enhancement of the cytotoxicity induced by @DRUG$ (10(-4) @DRUG$) was obtained after preexposure of cells to LV-6S or LV-6R,S while LV-6R did not exhibit any synergistic effect.	associate in nursing enhancement of the cytotoxicity induced by @DRUG$ ( 10 ( - 4 ) @DRUG$ ) was obtained after preexposure of cells to LV - 6S or LV - 6R , second while LV - vi R did not exhibit any synergetic effect .	An enhancement of the cytotoxicity induced by @DRUG$ - ( ( - 4 ) @DRUG$ ) was obtained after , of cells to LV - 6S or LV 10 6R preexposure S while LV - any R did not exhibit 6 synergistic effect .	An of the cytotoxicity induced by @DRUG$ ( ( 4 ) @DRUG$ ) was obtained preexposure of cells to - or LV - 6R , S while LV - 6 R did not exhibit any synergistic effect .	The cytotoxicity induced by @DRUG$ was enhanced after preexposure of cells to LV - 6S or LV - 6R .	1
0	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol, new generation antipsychotics represented by risperidone, olanzapine, ziprasidone, quetiapine, and @DRUG$, @DRUG$ well as, with those of preferential D2/3, D4, 5-HT1A, 5-HT2A, 5-HT2C, alpha1, and alpha2 receptor ligands.	The effect of sertindole was compare to those obtained with the reference neuroleptic agent drugs clozapine and haloperidol , new generation antipsychotic drug represented by risperidone , olanzapine , ziprasidone , quetiapine , and @DRUG$ , @DRUG$ fountainhead as , with those of discriminatory D2/3 , D4 , 5 - HT1A , 5 - HT2A , 5 - HT2C , alpha1 , and alpha2 receptor ligand .	those effect of sertindole was alpha1 to The obtained with the reference with drugs clozapine and haloperidol , new generation by represented antipsychotics risperidone , olanzapine , ziprasidone , quetiapine , and @DRUG$ , @DRUG$ well as , antipsychotic those of preferential D2/3 , D4 , 5 - HT1A , 5 compared HT2A , 5 - HT2C , - , and alpha2 receptor ligands .	The effect of sertindole was compared to those obtained the reference antipsychotic drugs clozapine and haloperidol , new antipsychotics represented by risperidone , olanzapine ziprasidone , , and @DRUG$ , @DRUG$ well as , with those of preferential D2/3 , D4 , 5 - HT1A , 5 HT2A , 5 - HT2C , alpha1 , and alpha2 receptor ligands .	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol , new generation antipsychotics represented by risperidone , olanzapine , ziprasidone , quetiapine , and DR	1
0	The mean serum levels of @DRUG$ and @DRUG$ also increased in parallel to the serum T pattern and remained within the normal range.	The mean serum levels of @DRUG$ and @DRUG$ also increased in parallel to the serum thyroxin practice and remained within the normal range .	The mean serum levels remained @DRUG$ and @DRUG$ also increased in parallel to the serum T pattern the of within and normal range .	The mean serum levels of @DRUG$ and @DRUG$ also increased in parallel to the serum pattern and remained within normal range .	As serum testosterone levels increased, so did the levels of both @DRUG$ and @DRUG$.	0
0	Cells were exposed to contact allergens (2-bromo-2-bromomethyl glutaronitrile, cinnamaldehyde, citral, diethylmaleate, dinitrochlorobenzene, glyoxal, 2-mercaptobenzothiazole, nickel @DRUG$, 4-nitrobenzylbromide, oxazolone, penicillin G, resorcinol, tetramethylthiuram disulfide), to pre- pro-haptens (cinnamyl alcohol, eugenol, @DRUG$, p-phenylediamine), to respiratory allergens (ammonium hexachloroplatinate, diphenylmethane diisocyanate, glutaraldehyde, hexamethylenediisocyanate, maleic anhydride, trimellitic anhydride) and to irritants (benzaldehyde, cholorobenzene, diethylphtalate, hydrobenzoic acid, lactic acid, octanoic acid, phenol, salicylic acid, sodium lauryl sulphate, sulfamic acid).	jail cell were unwrap to meet allergens ( deuce - bromo - deuce - bromomethyl glutaronitrile , cinnamaldehyde , citral , diethylmaleate , dinitrochlorobenzene , glyoxal , deuce - mercaptobenzothiazole , atomic number  @DRUG$ ,  - nitrobenzylbromide , oxazolone , penicillin G , resorcinol , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl alcohol , eugenol , @DRUG$ , p-phenylediamine ) , to respiratory allergens ( ammonium ion hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritant ( benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acid , lactic acid , octanoic acid , hydroxybenzene , salicylic acid , atomic number  lauryl sulfate , sulfamic acid ) .	, were exposed to contact allergens respiratory 2 lactic tetramethylthiuram - 2 - bromomethyl disulfide , cinnamaldehyde , citral , diethylmaleate , dinitrochlorobenzene , glyoxal nickel 2 - mercaptobenzothiazole , , @DRUG$ , 4 - nitrobenzylbromide , oxazolone , penicillin G , resorcinol , bromo glutaronitrile , Cells to pre- pro-haptens ( cinnamyl alcohol , eugenol , @DRUG$ , acid ( , to , allergens ( ammonium hexachloroplatinate , diphenylmethane diisocyanate ) glutaraldehyde , hexamethylenediisocyanate ( maleic anhydride , trimellitic anhydride ) and to irritants ) benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acid , - p-phenylediamine acid octanoic acid , phenol , salicylic acid , sodium lauryl sulphate , sulfamic , ) .	Cells were exposed to contact allergens ( 2 - bromo - 2 - bromomethyl glutaronitrile , , citral , diethylmaleate , dinitrochlorobenzene , glyoxal , 2 - mercaptobenzothiazole , nickel @DRUG$ , 4 - nitrobenzylbromide , oxazolone , penicillin G , resorcinol , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl alcohol , eugenol , @DRUG$ , p-phenylediamine ) , to respiratory allergens ( ammonium , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritants benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acid , lactic acid octanoic acid , phenol , salicylic acid , sodium lauryl sulphate , sulfamic acid ) .	Cells were exposed to contact allergens (substances that can cause an allergic reaction), to pre-pro-haptens (substances that can cause an allergic reaction if they come into contact with the skin), to respiratory allergens (substances that can cause an allergic reaction	1
0	@DRUG$ inhibited binding to the human @DRUG$ and 5-HT transporters with K(i) values of 2480 and 82 nM, respectively, and with a K(i) ratio of 30.	@DRUG$ inhibited binding to the human @DRUG$ and 5 - HT transporters with K ( i ) values of 2480 and eighty two millimicron , respectively , and with a K ( i ) proportion of 30 .	@DRUG$ inhibited binding to the human @DRUG$ a 5 - i transporters with K ( i ) values of 2480 and 82 ratio , respectively , and with and K ( HT ) nM of 30 .	@DRUG$ inhibited binding to the human @DRUG$ 5 - HT transporters with K i ) values of 2480 and 82 nM , respectively , and with a K i ) ratio of 30 .	@DRUG$ inhibited binding to the human @DRUG$ and 5 - HT transporters with K ( i ) values of 2480 and 82 nM , respectively . The K ( i ) ratio was 30 , meaning that DRUGA was 30 times more potent in inhibiting binding to the human	0
0	Cytokine profiles of stimulated PBMCs were determined by intracellular cytokine staining (IL-5, IL-10, IL-12 p40, TNF-alpha, and IFN-gamma) and cytometric bead array (@DRUG$, @DRUG$, IL-5, IL-10, TNF-alpha, and IFN-gamma).	Cytokine visibility of hasten PBMCs were determined by intracellular cytokine maculate ( IL -5 , IL -10 , IL - dozen p40 , TNF - alpha , and IFN - gamma ) and cytometric beadwork array ( @DRUG$ , @DRUG$ , IL -5 , IL -10 , TNF - alpha , and IFN - gamma ) .	Cytokine profiles of IFN PBMCs were and by intracellular cytokine staining ( p40 -5 , , -10 , IL - 12 IL , TNF - alpha , and , - gamma ) determined cytometric bead array ( @DRUG$ , @DRUG$ IFN IL -5 , IL -10 IL TNF - alpha , and stimulated - gamma ) .	profiles of stimulated PBMCs determined by intracellular cytokine staining ( IL -5 IL -10 , IL - 12 p40 TNF - alpha , and IFN - gamma ) and cytometric bead array ( @DRUG$ , @DRUG$ , , IL , TNF - alpha , and IFN - gamma ) .	The cytokine profiles of stimulated PBMCs were determined by intracellular cytokine staining ( IL -5 , IL -10 , IL - 12 p40 , TNF - alpha , and IFN - gamma ) and cytometric bead array ( @DRUG$ , @DRUG$ , IL	0
0	The significant covariates were creatinine clearance (CLcr) for clearance of @DRUG$ (CL) [population mean [95% confidence interval (CI)] CL (@DRUG$ h(-1)) = 4.47 (3.27, 5.67) + 0.0738 (0.0581, 0.0896) x CLcr (CLcr: ml min(-1))] and body weight (BW: kg) for volume of distribution of platinum (Vc) [Vc (l) = 12.0 (7.5, 16.5) + 0.163 (0.081, 0.246) x BW].	The significant covariates were creatinine clearance ( CLcr ) for clearance of @DRUG$ ( CL ) [ universe think of [ 95 % self confidence interval ( CI ) ] CL ( @DRUG$ h( - ace ) ) = 4.47 ( 3.27 , 5.67 ) + 0.0738 ( 0.0581 , 0.0896 ) x CLcr ( CLcr : ml taiwanese ( - ace ) ) ] and consistence weight ( biologic attack : kilo ) for bulk of distribution of platinum ( Vc ) [ Vc ( liter ) = 12.0 ( 7.5 , 16.5 ) + 0.163 ( 0.081 , 0.246 ) x biologic attack ] .	The interval covariates were creatinine clearance ( CLcr ) for clearance of @DRUG$ ) of ( [ population mean [ ( % confidence significant - CI ) ] CL ( @DRUG$ h( - 1 ) ) ( 4.47 ( 3.27 , 5.67 0.081 + 0.0738 = 0.0581 , 0.0896 ) x CLcr ( CLcr : weight min BW ( 1 ) ) ] and body ml ( BW : kg ) for volume CL distribution of platinum ( Vc ) [ Vc ( l ) = 12.0 ( 7.5 , 16.5 ) + 0.163 ( ) , 0.246 ) x 95 ] .	The significant were creatinine clearance ( CLcr clearance of @DRUG$ CL ) [ population mean [ 95 % confidence interval ( CI ) ] CL ( @DRUG$ h( - ) ) = 4.47 ( 3.27 , ) 0.0738 ( , 0.0896 ) x CLcr ( CLcr : ml min - 1 ) ) ] and body weight ( BW : kg ) volume of distribution of ( Vc ) [ Vc ( l ) = 12.0 ( 7.5 , ) + 0.163 ( 0.081 , 0.246 ) x BW ] .	The significant covariates were creatinine clearance ( CLcr ) for clearance of @DRUG$ ( CL ) [ population mean [ 95 % confidence interval ( CI ) ] CL ( @DRUG$ h( - 1 ) ) = 4.47 ( 3.27 , 5.67 ) + 0	0
0	From the review of the literature and the own new results we conclude that this combined therapeutic regimen is a very promising option for treating established osteoporosis and propose a differentiated use of @DRUG$ alone or the combination with @DRUG$ in different stages and clinical situations of osteoporosis.	From the limited review of the literature and the own new solution we conclude that this combined therapeutic regimen is a very promising option for do by established osteoporosis and propose a differentiated use of @DRUG$ lone or the combination with @DRUG$ in different stages and clinical situations of osteoporosis .	From the review of the literature and the own new results we conclude that this combined therapeutic regimen is a very promising option for treating established osteoporosis and propose a with use clinical @DRUG$ alone or the combination differentiated @DRUG$ and different stages osteoporosis of situations of in .	the review the literature and the own new results we conclude this combined therapeutic regimen is a very promising option for established osteoporosis and propose a differentiated use of @DRUG$ alone or the combination with @DRUG$ in different stages and clinical situations osteoporosis .	We conclude that @DRUG$ is a very promising option for treating established osteoporosis, and we propose a differentiated use of DRUGA alone or the combination with @DRUG$ in different stages and clinical situations of osteoporosis.	0
0	In Experiment 2, systemic injection of cirazoline (0, 0.05, 0.1, 0.2, 0.4 mg/kg) also markedly suppressed food intake (ED50 = 0.05 mg/kg i.@DRUG$.), with a less potent action on water intake (ED50 = 0.22 @DRUG$/kg i.p.).	In Experiment two , systemic injection of cirazoline ( zero , 0.05 , 0.1 , 0.2 , 0.4 milligram / kg ) also markedly suppressed food uptake ( ED50 = 0.05 milligram / kg i.@DRUG$ . ) , with a less potent activity on water uptake ( ED50 = 0.22 @DRUG$ / kg i.p. ) .	, Experiment 2 intake systemic injection of cirazoline 0.22 0 , 0.05 , 0.1 a 0.2 , 0.4 mg / kg ) also markedly suppressed food In ( ED50 = 0.05 mg / kg i.@DRUG$ . ) , with , less ED50 action on water intake ( potent = ( @DRUG$ / kg i.p. ) .	In Experiment 2 , systemic injection of cirazoline ( 0 , 0.05 , 0.1 , , 0.4 mg / kg ) also markedly suppressed food intake ( ED50 = 0.05 mg / kg i.@DRUG$ . ) , with a less potent action on water intake ( ED50 = 0.22 @DRUG$ / kg i.p. ) .	The higher the dose of cirazoline, the more it suppresses food intake. However, the higher the dose of cirazoline, the less potent it is at suppressing water intake.	1
0	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals and explosives (reserpine, roxithromycin, propazine, prochloraz, spinosad, @DRUG$, @DRUG$, enrofloxacin, tetracycline, oxytetracycline, erythromycin, spinosad, cyclo-1,3,5,7-tetramethylene tetranitrate (HMX), and cyclo-1,3,5-trimethylene trinitramine (RDX)).	A wide cut variety of multiclass species with down vapor pressure were prove including pesticide , pharmaceuticals and explosives ( reserpine , roxithromycin , propazine , prochloraz , spinosad , @DRUG$ , @DRUG$ , enrofloxacin , achromycin , oxytetracycline hydrochloride , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - trimethylene trinitramine ( RDX ) ) .	A wide variety of multiclass species with low vapor , were tested including pesticides , pharmaceuticals and explosives tetracycline reserpine , roxithromycin , propazine pressure prochloraz , spinosad , @DRUG$ , @DRUG$ , enrofloxacin , ( cyclo oxytetracycline , - , spinosad , cyclo - 1,3,5,7 - tetramethylene and ( HMX ) , ( , erythromycin 1,3,5 - trimethylene trinitramine tetranitrate RDX ) ) .	A wide of multiclass with low pressure were including pesticides , pharmaceuticals and explosives ( reserpine , roxithromycin propazine , , spinosad @DRUG$ , @DRUG$ , enrofloxacin , tetracycline , oxytetracycline , , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - trimethylene trinitramine ( RDX ) ) .	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals, and explosives (reserpine, roxithromycin, propazine, prochloraz, spinosad, @DRUG$, @DRUG$, enrofloxacin, tetr	0
0	Levobunolol hydrochloride at 1 mmol/@DRUG$ (P<0.01) added during or after irradiation and timolol maleate at 0.1 mmol/L or higher (@DRUG$<0.05) added during irradiation attenuated the UVB-induced cell damage.	Levobunolol hydrochloride at 1 mmol / @DRUG$ ( P<0.01 ) added during or after shaft of light and blocadren maleate at 0.1 mmol / L or higher ( @DRUG$ < 0.05 ) added during shaft of light attenuated the UVB - get cell price .	Levobunolol hydrochloride at 1 mmol / @DRUG$ ( P<0.01 ) added during or after irradiation and timolol maleate / damage mmol UVB L or higher ( @DRUG$ < 0.05 the added during irradiation attenuated ) at - induced cell 0.1 .	Levobunolol hydrochloride at 1 mmol / @DRUG$ ( P<0.01 ) added during or after irradiation and at 0.1 mmol / L or ( @DRUG$ added during irradiation attenuated the UVB - induced cell damage .	Levobunolol hydrochloride at 1 mmol / @DRUG$ ( P<0.01 ) added during or after irradiation and timolol maleate at 0.1 mmol / L or higher ( @DRUG$ < 0.05 ) added during irradiation attenuated the UV	0
0	A role for monoaminergic systems in treating these conditions is highlighted by the clinical use of US Food and Drug Administration-approved drugs that act on these systems, such @DRUG$ dextroamphetamine, methylphenidate, @DRUG$, and armodafinil.	A role for monoaminergic systems in treating these shape is highlighted by the clinical use of uranium Food and dose Administration - approved do drugs that act on these systems , such @DRUG$ dextroamphetamine , methylphenidate , @DRUG$ , and armodafinil .	A role for monoaminergic systems in treating these conditions is highlighted by the clinical use of - Food on Drug Administration act approved drugs that methylphenidate and these systems , such @DRUG$ dextroamphetamine , US , @DRUG$ , and armodafinil .	role for monoaminergic systems in treating these conditions is highlighted by the clinical of US Food and Drug - approved drugs that act on these , such @DRUG$ dextroamphetamine , , @DRUG$ , and armodafinil .	The use of drugs that act on monoaminergic systems (such as dextroamphetamine, methylphenidate, and armodafinil) is clinically effective in treating conditions like ADHD and narcolepsy.	1
0	No major cytochrome P450 inhibition has been reported with desloratadine, @DRUG$ and levocetirizine, and the bioavailability of @DRUG$ is minimally affected by drugs interfering with transporter molecules.	atomic number  major cytochrome P450 inhibition has been reported with desloratadine , @DRUG$ and levocetirizine , and the bioavailability of @DRUG$ is minimally affected by drugs meddlesome with transporter atom .	No major cytochrome P450 inhibition has been reported with desloratadine , @DRUG$ and levocetirizine , and the bioavailability transporter @DRUG$ is with affected by drugs interfering minimally of molecules .	No cytochrome P450 inhibition has been reported with desloratadine , @DRUG$ and levocetirizine , and the bioavailability of @DRUG$ is minimally affected by drugs interfering with transporter molecules .	Desloratadine and levocetirizine do not significantly inhibit the activity of cytochrome P450 enzymes, and drug interactions with transporter molecules are minimal.	1
0	Sows were assigned by random allotment to one of the following treatments on Day 112 of gestation: Group A, control (0 mg luprostiol); Group B (1.88 mg luprostiol); Group C (3.75 mg @DRUG$); Group @DRUG$ (7.5 mg luprostiol); Group E (15 mg luprostiol); Group F (10 mg lutalyse).	Sows were assigned by random allotment to ane of the following discussion on Day 112 of gestation : mathematical group A , keep in line ( 0 mg luprostiol ) ; mathematical group B ( 1.88 mg luprostiol ) ; mathematical group C ( 3.75 mg @DRUG$ ) ; mathematical group @DRUG$ ( 7.5 mg luprostiol ) ; mathematical group tocopherol ( 15 mg luprostiol ) ; mathematical group F (  mg lutalyse ) .	Sows were assigned by 3.75 allotment to ) of ) following treatments on Day 112 of gestation luprostiol Group A , control ( 0 mg luprostiol the ; Group B ( ( mg luprostiol ) ; Group C ( random mg @DRUG$ one ; Group @DRUG$ ( ( mg : ) ; Group E 1.88 15 mg luprostiol ) ; Group F 7.5 10 mg lutalyse ) .	Sows assigned by random to one of the following treatments on 112 of gestation : Group A , control 0 mg luprostiol ) ; Group B ( mg luprostiol ) ; Group C ( 3.75 mg @DRUG$ ) ; Group @DRUG$ ( 7.5 mg luprostiol ) ; Group E ( 15 mg luprostiol ; Group F ( 10 mg lutalyse ) .	Group B ( 1.88 mg luprostiol ) ; Group C ( 3.75 mg @DRUG$ ) ; Group @DRUG$ ( 7.5 mg luprostiol ) ; Group E ( 15 mg luprostiol ) ; Group F ( 10 mg lutalyse	0
0	Positive and relevant patch test reactions to bufexamac, as well @DRUG$ the @DRUG$-containing ointment, were seen in 20 out of these 35 patients (57%), and sensitization occurred even after short-term application.	Positive and relevant patch test reactions to bufexamac , as good @DRUG$ the @DRUG$ - containing ointment , were insure in xx out of these 35 patients ( 57 % ) , and sensitization occurred even after curt -term application .	Positive and relevant % test reactions after bufexamac , as well @DRUG$ the @DRUG$ , containing ointment - were seen in 20 out of these 35 patients and 57 patch ) , ( sensitization occurred even to short -term application .	and relevant patch test reactions to bufexamac , as well @DRUG$ the @DRUG$ - containing ointment , were seen 20 out of patients 57 % ) , and sensitization occurred even after short -term application .	Positive and relevant patch test reactions to bufexamac were seen in 20 out of these 35 patients ( 57 % ), and sensitization occurred even after short -term application .	1
1	The analgesic and anti-inflammatory effects of robenacoxib were significantly superior to placebo (0.25-4 mg/kg @DRUG$) and were non-inferior to @DRUG$ (0.5-4 mg/kg robenacoxib).	The painkiller and anti inflammatory drug issue of robenacoxib were significantly superior to placebo ( 0.25 - 4 mg / kg @DRUG$ ) and were non-inferior to @DRUG$ ( 0.5 - 4 mg / kg robenacoxib ) .	The analgesic and anti-inflammatory effects 4 robenacoxib were significantly superior / placebo ( 0.25 - 4 mg / kg @DRUG$ ) and were non-inferior to @DRUG$ ( robenacoxib - of mg to kg 0.5 ) .	analgesic and effects of robenacoxib significantly superior to placebo ( 0.25 - 4 mg / kg @DRUG$ ) were non-inferior to @DRUG$ ( 0.5 - 4 mg / kg robenacoxib ) .	The analgesic and anti-inflammatory effects of robenacoxib were significantly superior to placebo ( 0.25 - 4 mg / kg @DRUG$ ) and were non-inferior to @DRUG$ ( 0.5 - 4 mg / kg robenacoxib ) .	0
0	To develop @DRUG$-induced chemonucleolysis @DRUG$ an established treatment, it is necessary to determine the kinetics of chymopapain in blood and urine following intradiscal injection.	To develop @DRUG$ - induced chemonucleolysis @DRUG$ an make treatment , it is necessary to regulate the kinetics of chymopapain in blood and urine following intradiscal injection .	To develop @DRUG$ - induced chemonucleolysis @DRUG$ an established treatment , it intradiscal necessary to determine the kinetics of chymopapain and blood in urine following is injection .	To develop @DRUG$ - induced chemonucleolysis @DRUG$ an established treatment , it is necessary to determine the kinetics of chymopapain in blood and urine following intradiscal injection .	To develop @DRUG$ - induced chemonucleolysis @DRUG$ an established treatment , it is necessary to determine the kinetics of chymopapain in blood and urine following intradiscal injection ."In order to develop a treatment that uses DRUGA to induce chemon	0
0	Alternative LE including medium chain triglycerides/long chain triglycerides (@DRUG$/LCT) LE (3 studies; n = 108), MCT-olive-fish-soy oil-LE (MOFS-LE; 7 studies; n = 469), MCT-fish-soy oil-LE (MFS-LE; 1 study; n = 60), @DRUG$-soy oil-LE (OS-LE; 7 studies; n = 406), and borage-soy oil-LE (BS-LE; 1 study; n = 34) were compared with S-LE.	Alternative LE admit medium chain triglycerides / recollective chain triglycerides ( @DRUG$ / LCT ) LE ( 3 studies ; north = 108 ) , MCT -olive-fish-soy oil-LE ( MOFS -LE ; septet studies ; north = 469 ) , MCT - fish-soy oil- LE ( MFS - LE ; one study ; north = 60 ) , @DRUG$ - glycine max oil-LE ( OS - LE ; septet studies ; north = 406 ) , and borage-soy oil- LE ( bel - LE ; one study ; north = xxxiv ) were equate with S-LE .	) LE including medium chain triglycerides / = chain triglycerides ( @DRUG$ / LCT ) LE ( 3 studies ; ; = 7 ) , MCT -olive-fish-soy oil-LE ( MOFS -LE ; 108 studies n compared = soy ) , MCT - fish-soy oil- LE ( MFS - LE ; 1 study ; n = 60 ) , @DRUG$ - 469 oil-LE OS ( - LE ; 7 studies ; n = 406 Alternative , and borage-soy oil- LE ( BS - LE ; n study ; 1 long 34 ) were n with S-LE .	Alternative LE including medium chain triglycerides / long triglycerides ( @DRUG$ / LCT ) LE ( 3 studies ; n = 108 ) , MCT -olive-fish-soy oil-LE ( MOFS -LE ; 7 studies ; n = 469 ) MCT - fish-soy oil- LE MFS - LE ; 1 study ; n = 60 ) , @DRUG$ soy oil-LE ( OS - LE ; 7 studies ; n = 406 ) , oil- LE ( BS - ; n = 34 ) were with S-LE .	Alternative LE including medium chain triglycerides / long chain triglycerides ( @DRUG$ / LCT ) LE ( 3 studies ; n = 108 ) , MCT -olive-fish-soy oil-LE ( MOFS -LE ; 7 studies ; n = 469 ) , MCT	1
0	Two implantable devices used to occlude the appendage, the Watchman and the Amplatzer Cardiac Plug, appear to be @DRUG$ effective as @DRUG$ in preventing stroke, but they are invasive.	Two implantable devices used to occlude the appendage , the watcher and the Amplatzer cardiac fireplug , appear to be @DRUG$ effective as @DRUG$ in preventing stroke , but they are invasive .	stroke implantable devices used to occlude the appendage , the Watchman and the appear Cardiac Plug , Amplatzer to be @DRUG$ effective preventing @DRUG$ in as Two , but they are invasive .	Two implantable devices used to occlude the appendage , the Watchman and the Amplatzer Cardiac Plug , appear be @DRUG$ effective as @DRUG$ in preventing stroke , but they are invasive .	Two implantable devices used to occlude the appendage , the Watchman and the Amplatzer Cardiac Plug , appear to be effective as drugs in preventing stroke , but they are invasive .	1
0	MAIN RESULTS: From the seven RCTs identified (842 participants) to date there is '@DRUG$' ranking evidence (www.cochranemsk.org) that @DRUG$: had little clinical effect on disease activity in those with mild/moderate disease (measured by SLEDAI or SLAM) but one study demonstrated evidence of stabilisation or improvement in 8.3% more patients than those treated with placebo; had a modest but clinically significant improvement in health related quality of life measured by Patient Global Assessment, estimated as 11.5% (11.5 mm on a 100 mm scale) by meta-analysis; resulted in a greater number of patients experiencing adverse events, particularly androgenic effects such as acne where patients risk was doubled when compared to placebo (RR 2.2; 95% CI 1.65 to 2.83) AUTHORS' CONCLUSIONS: Studying effectiveness of DHEA for SLE is difficult, reflecting the problems of studying any treatment for a disease as complex as SLE.	independent RESULTS : From the septet RCTs identified ( 842 participants ) to date there is ' @DRUG$ ' ranking evidence ( www.cochranemsk.org) that @DRUG$ : had footling clinical effect on disease natural action in those with mild / moderate disease ( quantify by SLEDAI or SLAM ) but unity study demonstrated evidence of stabilisation or improvement in 8.3 % more patient role than those treated with placebo ; had a modest but clinically significant improvement in wellness related quality of life quantify by Patient Global appraisal , estimated as 11.5 % ( 11.5 millimeter on a 100 millimeter scale ) by meta-analysis ; resulted in a greater amount of patient role experiencing inauspicious events , particularly androgenic effects such as acne where patient role peril was doubled when compared to placebo ( RR 2.2 ; 95 % ci 1.65 to 2.83 ) AUTHORS ' finale : Studying effectuality of DHEA for SLE is difficult , reflecting the problems of studying any treatment for a disease as complex as SLE .	MAIN RESULTS : From the seven RCTs AUTHORS ( 842 participants ) to date ' is ' @DRUG$ events or evidence ( www.cochranemsk.org) that @DRUG$ : had for clinical effect on disease treatment in those with mild / moderate disease ( measured by SLEDAI number SLAM ) but one study demonstrated evidence ' stabilisation ranking improvement in 8.3 % more patients than there , with placebo ; had a modest but clinically significant improvement in a related quality of life measured by Patient Global Assessment , estimated as 11.5 % ( 11.5 mm on a 100 mm scale ) by meta-analysis ; resulted in health greater or of patients experiencing adverse of treated particularly such effects androgenic as acne where patients a to doubled when compared to placebo ( RR 2.2 ; CONCLUSIONS % CI 1.65 was 2.83 ) identified those Studying : 95 effectiveness of DHEA for SLE is difficult , reflecting the problems of studying any activity little risk disease as complex as SLE .	MAIN RESULTS : From the seven RCTs identified ( 842 participants ) to date there is ' @DRUG$ ' ranking evidence ( www.cochranemsk.org) that @DRUG$ : had little clinical effect on disease activity in those with mild moderate disease ( measured SLEDAI or SLAM ) but one study demonstrated evidence of stabilisation or improvement in 8.3 % more patients than treated with placebo ; had a modest but clinically significant in health related quality of life measured by Patient Global , estimated 11.5 % ( 11.5 mm on a 100 mm scale ) by meta-analysis ; resulted in a greater number of patients experiencing adverse events , particularly androgenic effects such as acne where patients risk was doubled when compared to ( RR 2.2 ; % CI 1.65 to 2.83 ) AUTHORS CONCLUSIONS : Studying effectiveness of DHEA for SLE is difficult , reflecting the problems of studying any treatment for a disease as as SLE .	@DRUG$" is effective in treating mild to moderate cases of SLE, but can also cause adverse effects like acne. "@DRUG$" has been shown to have a modest but clinically significant improvement in health related quality of life, but also causes more adverse effects than "DRUGA".	0
0	Approximately 0.35 and 4.5% of the administered dose were recovered in the urine @DRUG$ @DRUG$ phosphate and clindamycin, respectively.	Approximately 0.35 and 4.5 % of the administered dose were recovered in the piddle @DRUG$ @DRUG$ phosphate and clindamycin , severally .	Approximately 0.35 and 4.5 administered of % the dose were recovered in the urine @DRUG$ @DRUG$ phosphate and clindamycin , respectively .	Approximately 0.35 and 4.5 % the administered dose were recovered in the urine @DRUG$ @DRUG$ phosphate and clindamycin respectively .	Approximately 0.35% of the administered dose of @DRUG$ was recovered in the urine as @DRUG$ phosphate and clindamycin, respectively.	0
0	@DRUG$ (XL-184) is a potent inhibitor of MET, VEGFR 2/KDR, RET and other receptor @DRUG$ kinases, such as KIT, AXL and FLT3.	@DRUG$ (  - 184 ) is a stiff inhibitor of MET , VEGFR 2 / KDR , RET and other receptor @DRUG$ kinases , such as kit , AXL and FLT3 .	@DRUG$ ( XL - 184 as is a potent inhibitor of MET , VEGFR 2 / KDR , RET and other receptor @DRUG$ kinases , such ) KIT , AXL and FLT3 .	@DRUG$ ( XL - 184 ) is a potent inhibitor of MET , VEGFR / KDR , RET other receptor @DRUG$ kinases such as KIT , AXL and FLT3 .	@DRUG$ is a powerful inhibitor of MET, VEGFR2/KDR, RET and other receptor kinases @DRUG$, such as KIT, AXL and FLT3.	0
0	The formation kinetics of gold aggregates induced by @DRUG$ and the impact of the amount of labeled reporter on the aggregation, @DRUG$ well as the fabrication of MBT-labeled immuno-Au aggregates were characterized comprehensively by UV-vis spectrophotometer.	The organization kinetics of gold aggregates induced by @DRUG$ and the impact of the amount of money of labeled reporter on the aggregation , @DRUG$ advantageously as the fabrication of MBT - labeled immuno - Au aggregates were characterized comprehensively by UV - captain hicks spectrophotometer .	The amount kinetics of gold aggregates induced by @DRUG$ and the impact of the formation of labeled reporter aggregation the on , @DRUG$ MBT as the fabrication of well - labeled spectrophotometer - Au aggregates were characterized comprehensively by UV - vis immuno .	The formation kinetics of gold aggregates induced by @DRUG$ and impact of the amount of on the aggregation , @DRUG$ well as the fabrication of - labeled immuno - Au aggregates were characterized by UV - vis spectrophotometer .	The formation kinetics of gold aggregates induced by @DRUG$ and the impact of the amount of labeled reporter on the aggregation , @DRUG$ well as the fabrication of MBT - labeled immuno - Au aggregates were characterized comprehensively by UV - vis spectrophotometer ."DR	0
0	CONCLUSION: Addition of 0.15 mg @DRUG$ to a @DRUG$ solution reduced ad libitum energy intake from a standardized breakfast in moderately overweight men.	CONCLUSION : Addition of 0.15 milligram @DRUG$ to a @DRUG$ solution reduced ad libitum energy intake from a standardized breakfast in moderately heavy men .	CONCLUSION moderately Addition of 0.15 mg @DRUG$ to a @DRUG$ solution reduced ad libitum energy intake from a standardized breakfast in men overweight : .	CONCLUSION : Addition 0.15 mg @DRUG$ to a @DRUG$ solution reduced ad libitum energy intake from a standardized breakfast in moderately overweight men .	Adding @DRUG$ to a @DRUG$ solution reduced ad libitum energy intake from a standardized breakfast in moderately overweight men.	0
0	REVIEW SUMMARY: Effective therapy requires up-titration from initial dosage of 3 mg/d to 6 mg/d with additional increases to 9 @DRUG$ or 12 mg/@DRUG$ giving additional benefits in some patients.	REVIEW SUMMARY : in force therapy requires up-titration from initial dosage of 3 mg /d to 6 mg /d with additional step up to 9 @DRUG$ or 12 mg / @DRUG$ turn over additional benefits in some patients .	REVIEW SUMMARY : /d therapy requires up-titration from initial dosage of 3 mg /d to benefits mg Effective with some increases to 9 @DRUG$ or 12 mg / @DRUG$ giving additional 6 in additional patients .	REVIEW SUMMARY : Effective therapy requires up-titration from initial dosage 3 mg /d to 6 mg with additional to 9 @DRUG$ or 12 mg / @DRUG$ giving additional benefits some .	The initial dosage of 3 mg /d of @DRUG$ should be increased to 6 mg /d, and then to 9 mg /d or 12 mg /d, depending on the patient's individual needs.	1
1	These include anti-amyloid antibodies, active immunisation, selective secretase inhibitors and modulators, microtubule stabilisers (e.g., paclitaxel), R-@DRUG$, xaliproden, ONO-2506, FK962 (somatostatin releaser), SGS 742 (GABA(B) antagonist), TCH 346 (apoptosis inhibitor), Alzhemedtrade mark, phophodiesterase inhibitors, rosiglitazone, @DRUG$, interferons, metal-protein attenuating compounds (e.g., PBT2), CX717, rasagaline, huperzine A, antioxidants and memantine.	These include anti-amyloid antibodies , alive immunization , selective secretase inhibitors and modulators , microtubule stabiliser ( for instance , paclitaxel ) , R- @DRUG$ , xaliproden , ONO - 2506 , FK962 ( somatostatin releaser ) , SGS 742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark , phophodiesterase inhibitors , rosiglitazone , @DRUG$ , interferon , metallic - protein attenuate compounds ( for instance , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidant and memantine .	These ) anti-amyloid antibodies , GABA immunisation , selective secretase inhibitors and modulators , microtubule stabilisers ( e.g. , paclitaxel ( , R- @DRUG$ , xaliproden , include - 2506 , FK962 ) somatostatin rasagaline ) , SGS ( ( active 742 B e.g. antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark , phophodiesterase inhibitors , rosiglitazone , @DRUG$ , interferons , metal - protein attenuating compounds ( ONO , PBT2 ) , CX717 , releaser , huperzine A , antioxidants and memantine .	These include anti-amyloid antibodies , active immunisation , selective secretase inhibitors and modulators , microtubule stabilisers ( e.g. , paclitaxel ) , R- @DRUG$ , xaliproden , ONO - 2506 , ( somatostatin releaser ) , SGS 742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark phophodiesterase , rosiglitazone @DRUG$ , interferons - protein attenuating ( PBT2 ) , CX717 rasagaline , huperzine A , antioxidants and memantine .	@DRUG$ is a drug that is used to treat @DRUG$, which is a drug that is used to treat Alzheimer's disease.	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, @DRUG$, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and @DRUG$ in urine samples.	This method earmark the spotting of alterative concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , lodine , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naprosyn , @DRUG$ , butazolidin , suxibuzone , tiaprofenic acid , tolfenamic acid , and @DRUG$ in urine try out .	This method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , tolfenamic , fenbufen , fenoprofen , flufenamic indometacin , flurbiprofen , ibuprofen , acid , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone etodolac naproxen , @DRUG$ , acid , suxibuzone , samples phenylbutazone , , acid , and @DRUG$ in urine tiaprofenic .	This allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac fenbufen , fenoprofen , flufenamic acid flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen lonazolac , meclofenamic , mefenamic acid mofebutazone , naproxen , @DRUG$ , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , and @DRUG$ urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	Among the reports, two horses had received sodium or @DRUG$ @DRUG$ intravenously, whereas the remaining 57 horses had been treated with procaine benzylpenicillin intramuscularly.	Among the story , two knight had received sodium or @DRUG$ @DRUG$ intravenously , whereas the remaining 57 knight had been treated with procaine benzylpenicillin intramuscularly .	reports the Among , two horses had received sodium or @DRUG$ @DRUG$ intravenously , whereas the remaining 57 horses had treated been with procaine benzylpenicillin intramuscularly .	Among the reports , horses had received sodium or @DRUG$ @DRUG$ intravenously , whereas the remaining 57 horses had been treated with procaine benzylpenicillin .	Of the horses that received @DRUG$, two were given it intravenously, while the other 57 were given it intramuscularly.	1
0	We have studied the pharmacokinetics of bendazac and its major metabolite, 5-hydroxybendazac, in 11 patients with hepatic cirrhosis after the oral administration of a single 500 @DRUG$ tablet of @DRUG$-lysine, and compared them with those obtained from 10 healthy adults.	We have studied the pharmacokinetics of bendazac and its major metabolite , 5 - hydroxybendazac , in 11 patient with hepatic cirrhosis of the liver after the oral administration of a single 500 @DRUG$ tablet of @DRUG$ - lysine , and compare them with those obtained from 10 intelligent adults .	We have studied 10 pharmacokinetics administration bendazac and its major metabolite , 5 - compared , in 11 patients with hepatic cirrhosis after the oral of of a single 500 @DRUG$ tablet of @DRUG$ hydroxybendazac lysine , and - them with those obtained from the healthy adults .	We studied the pharmacokinetics of bendazac and its major metabolite , 5 - hydroxybendazac in 11 patients with hepatic cirrhosis after the oral administration of a single 500 @DRUG$ tablet of @DRUG$ - lysine , compared them with those obtained from 10 healthy adults .	We have studied the pharmacokinetics of bendazac and its major metabolite, 5-hydroxybendazac, in 11 patients with hepatic cirrhosis after the oral administration of a single 500 @DRUG$ tablet of @DRUG$-lysine, and compared them with those	0
1	@DRUG$ was more effective than H2-receptor antagonists in patients with Zollinger-Ellison syndrome and produced similar treatment outcome to @DRUG$.	@DRUG$ was more effective than H2 - sense organ antagonists in patients with Zollinger - Ellison syndrome and produced standardised treatment outcome to @DRUG$ .	@DRUG$ was more effective than H2 - to patients in antagonists with Zollinger - Ellison syndrome and produced similar treatment outcome receptor @DRUG$ .	@DRUG$ was more effective H2 - receptor antagonists in patients with Zollinger - Ellison syndrome and produced similar treatment outcome to @DRUG$ .	@DRUG$ was more effective than H2 - receptor antagonists in patients with Zollinger - Ellison syndrome and produced similar treatment outcome to @DRUG$ .	0
0	RESULTS: A 2-point SGA reduction was achieved in 0% (placebo), 15.6% (0.5 mg/kg/d), and 45.1% (1.5 @DRUG$/kg/d) (@DRUG$ < .0001).	result : A 2 - point SGA step down was accomplish in 0 % ( placebo ) , 15.6 % ( 0.5 milligram /kg/d ) , and 45.1 % ( 1.5 DRUG A / kg/d ) ( @DRUG$ < .0001 ) .	RESULTS : A 2 - point SGA reduction was achieved in 0 % ( % ) , 15.6 ( ( ( mg /kg/d ) , and / % 0.5 1.5 DRUG A 45.1 kg/d ) placebo @DRUG$ < .0001 ) .	RESULTS A - point SGA reduction was achieved in 0 % ( placebo ) , 15.6 % ( mg /kg/d ) , and 45.1 % ( DRUG A / kg/d ) @DRUG$ < .0001 ) .	@DRUG$ was found to be statistically significantly more effective than placebo in reducing SGA scores.	1
1	METHODS: Evaluation of community-based patients undergoing n-of-1 trials which consisted of double-blind, crossover comparisons of @DRUG$ 200 or 400 mg/day with sustained-release paracetamol 1330 @DRUG$ three times a day in three pairs of 2 week treatment periods per drug with random order of the drugs within pairs.	METHODS : Evaluation of community - based patient role undergoing n-of - 1 trials which lie of double up - blind , crossover comparisons of @DRUG$ 200 or 400 magnesium / day with sustained - release paracetamol 1330 @DRUG$ three sentence a day in three pairs of 2 week treatment periods per drug with random order of the drugs inside pairs .	METHODS : treatment of community - based which undergoing n-of - 1 trials patients random of double - blind , sustained comparisons of @DRUG$ 200 or 400 mg / day with crossover - release paracetamol 1330 @DRUG$ three times a day in three pairs of 2 week Evaluation periods per drug with consisted order of the drugs within pairs .	METHODS : Evaluation of community - based patients undergoing n-of - which consisted of - , crossover comparisons @DRUG$ 200 or 400 mg / day sustained - release paracetamol @DRUG$ times a day in pairs of 2 week treatment periods per with random order of drugs within .	Evaluation of community-based patients undergoing n-of-1 trials which consisted of double-blind, crossover comparisons of @DRUG$ 200 or 400 mg/day with sustained-release paracetamol 1330 @DRUG$ three times a day in three pairs of 2 week treatment periods per	0
1	Analysis of safety data reveals pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline, @DRUG$, and carbamazepine that are not found with @DRUG$.	Analysis of safety data point reveals pharmacokinetic dose interactions for erythromycin and clarithromycin with theophylline , @DRUG$ , and carbamazepine that are not found with @DRUG$ .	Analysis of , data reveals pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline that @DRUG$ safety and carbamazepine , are not found with @DRUG$ .	of safety data reveals pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline , @DRUG$ , and carbamazepine that are not found with @DRUG$ .	Pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline , @DRUG$ , and carbamazepine are not found with @DRUG$ .	0
0	The ability of J147 to improve memory in aged AD mice is correlated with its induction of the neurotrophic factors NGF (@DRUG$) and BDNF (brain derived neurotrophic factor) as well @DRUG$ several BDNF-responsive proteins which are important for learning and memory.	The ability of J147 to improve memory in aged advert mice is correlated with its initiation of the neurotrophic factors NGF ( @DRUG$ ) and BDNF ( brain derived neurotrophic factor ) as fountainhead @DRUG$ various BDNF - responsive proteins which are important for learning and memory .	The ability BDNF J147 - improve is responsive aged AD mice memory correlated with its induction of the neurotrophic factors NGF ( @DRUG$ ) and BDNF ( brain derived neurotrophic factor ) as well @DRUG$ several of to in proteins which are important for learning and memory .	The ability of J147 to improve memory in aged AD is correlated its induction of neurotrophic factors NGF ( @DRUG$ ) and ( brain derived ) as well @DRUG$ several BDNF - responsive proteins which are for learning and memory .	The ability of J147 to improve memory in aged AD mice is correlated with its induction of the neurotrophic factors NGF (@DRUG$) and BDNF (brain derived neurotrophic factor), as well as several BDNF-responsive proteins which are important for learning and memory.	1
1	Of the 12 candidates, 8 are for non-cancer indications (lanadelumab, crizanlizumab, @DRUG$, eptinezumab, risankizumab, satralizumab, brolucizumab, PRO140) and 4 are for cancer (@DRUG$, moxetumomab pasudotox, cemiplimab, ublituximab).	Of the twelve nominee , octonary are for non-cancer indications ( lanadelumab , crizanlizumab , @DRUG$ , eptinezumab , risankizumab , satralizumab , brolucizumab , PRO140 ) and quaternion are for cancer ( @DRUG$ , moxetumomab pasudotox , cemiplimab , ublituximab ) .	Of the 12 candidates , 8 are satralizumab non-cancer indications ( lanadelumab , crizanlizumab , @DRUG$ , eptinezumab , risankizumab ( pasudotox ublituximab brolucizumab , PRO140 ) and 4 are for cancer , @DRUG$ , moxetumomab for , cemiplimab , , ) .	Of the 12 candidates , 8 are for non-cancer indications ( lanadelumab , crizanlizumab , @DRUG$ , eptinezumab , risankizumab , satralizumab , brolucizumab , PRO140 ) and 4 are cancer ( @DRUG$ , moxetumomab pasudotox , cemiplimab , ublituximab ) .	Of the 12 candidates, 8 are for non-cancer indications (lanadelumab, crizanlizumab, @DRUG$, eptinezumab, risankizumab, satralizumab, brolucizumab, PRO140) and 4	1
0	Once-daily oral treatments comprised nebivolol (20 mg), @DRUG$ (320 mg), and nebivolol-valsartan combination (20/320 @DRUG$).	Once-daily oral treatments comprise nebivolol ( xx mg ) , @DRUG$ ( 320 mg ) , and nebivolol - valsartan combination ( 20/320 @DRUG$ ) .	Once-daily oral treatments , nebivolol ( 20 mg mg , @DRUG$ ( 320 ) ) comprised and nebivolol - valsartan combination ( 20/320 @DRUG$ ) .	Once-daily oral treatments comprised nebivolol ( 20 mg ) , @DRUG$ ( 320 mg ) , and nebivolol - valsartan combination ( 20/320 @DRUG$ ) .	Nebivolol is a drug that is used to treat high blood pressure. Valsartan is a drug that is used to treat high blood pressure and heart failure. Nebivolol and valsartan are both drugs that are in the class of drugs called beta blockers. DR	1
0	SLC7A11 expression could serve @DRUG$ a predictor of cellular response to L-@DRUG$ and glutathione-mediated resistance to geldanamycin, yielding a potential target for increasing chemosensitivity to multiple drugs.	SLC7A11 expression could serve @DRUG$ a predictor of cellular answer to L-@DRUG$ and glutathione - arbitrate electric resistance to geldanamycin , yielding a potential target for increasing chemosensitivity to multiple drugs .	SLC7A11 expression could serve @DRUG$ a predictor of cellular potential to L-@DRUG$ and drugs - mediated resistance to geldanamycin , yielding chemosensitivity response target for increasing a to multiple glutathione .	SLC7A11 expression could serve @DRUG$ predictor of cellular response to L-@DRUG$ and glutathione - mediated resistance to geldanamycin , yielding a potential target for chemosensitivity multiple drugs .	SLC7A11 expression could serve as a predictor of cellular response to L-@DRUG$ and glutathione-mediated resistance to geldanamycin, yielding a potential target for increasing chemosensitivity to multiple drugs.	1
1	In order to assess the role played by serotonin (@DRUG$) in subjective anxiety, three groups of 12 healthy volunteers were given 12 mg metergoline (MET), 10 mg @DRUG$ (DZ) or placebo (PB), under double-blind conditions, and submitted to a simulated public speaking (SPS) test.	In order to assess the role played by serotonin ( @DRUG$ ) in subjective anxiety , three group of 12 healthy volunteers were given 12 atomic number  metergoline ( MET ) , x atomic number  @DRUG$ ( DZ ) or placebo ( pb ) , under double - blind conditions , and submitted to a simulated populace address ( SPS ) test .	In public to assess the role played by serotonin double @DRUG$ ) , subjective anxiety , three groups of 12 conditions volunteers were given 12 mg metergoline ( MET ) a test mg @DRUG$ ( DZ ) or placebo ( PB ) , under ( - blind healthy in and submitted to , simulated order speaking ( SPS ) 10 .	order to assess the role played by serotonin ( @DRUG$ in subjective anxiety , three groups of 12 healthy volunteers were given 12 mg metergoline ) , 10 mg @DRUG$ DZ ) or placebo ( PB ) , under double - blind , and submitted to a simulated public speaking ( SPS ) test	Serotonin (@DRUG$) may play a role in subjective anxiety, as assessed by measuring the amount of anxiety people feel after taking a drug (@DRUG$) that affects serotonin levels.	0
0	Intravenous ferric gluconate significantly improves response to @DRUG$ versus oral @DRUG$ or no iron in anemic patients with cancer receiving chemotherapy.	Intravenous ferric gluconate significantly better reception to @DRUG$ versus oral @DRUG$ or no iron in anemic patients with cancer receiving chemotherapy .	Intravenous ferric significantly cancer improves response to @DRUG$ versus oral @DRUG$ or no iron in anemic patients with gluconate receiving chemotherapy .	ferric gluconate significantly improves response to @DRUG$ versus oral @DRUG$ or no iron in anemic patients with cancer receiving chemotherapy .	Intravenous ferric gluconate significantly improves response to @DRUG$ in anemic patients with cancer receiving chemotherapy, compared to oral @DRUG$ or no iron.	0
0	Fluroescence of proteins in 6-@DRUG$ @DRUG$ hydrochloride.	Fluroescence of protein in 6 - @DRUG$ @DRUG$ hydrochloride .	Fluroescence of in proteins 6 - @DRUG$ @DRUG$ hydrochloride .	Fluroescence proteins in 6 - @DRUG$ @DRUG$ hydrochloride .	Proteins in 6 - @DRUG$ @DRUG$ hydrochloride fluoresce.	0
1	The mean peak serum concentration of @DRUG$ after an oral dose of 500 @DRUG$ was adequate to inhibit all group A streptococci, D. pneumoniae, and S. aureus, 85% of E. coli, and about 40 to 75% of Klebsiella-Aerobacter and P. mirabilis strains.	The mean peak serum concentration of @DRUG$ after an unwritten dose of 500 @DRUG$ was adequate to inhibit all radical group a streptococci , D. pneumoniae , and S. aureus , 85 % of E. coli , and about 40 to  % of Klebsiella -Aerobacter and P. genus mirabilis strains .	The mean mirabilis serum concentration of @DRUG$ after an , dose of all @DRUG$ was Klebsiella to inhibit 500 group A streptococci , D. pneumoniae , and S. aureus , 85 % of 75 coli oral and about 40 to E. % of adequate -Aerobacter and P. peak strains .	The mean peak serum concentration of @DRUG$ after an oral dose of 500 @DRUG$ was adequate to inhibit group A streptococci , D. pneumoniae , and S. aureus , 85 % E. coli , and about 40 to % of Klebsiella -Aerobacter and P. mirabilis strains .	The mean peak serum concentration of @DRUG$ after an oral dose of 500 @DRUG$ was adequate to inhibit all group A streptococci , D. pneumoniae , and S. aureus , 85 % of E. coli , and about 40 to 75 % of Klebsiella	0
0	A phase 1 study of the pharmacokinetics of nucleoside analog trifluridine and thymidine phosphorylase inhibitor @DRUG$ (components of @DRUG$) vs trifluridine alone.	A form 1 study of the pharmacokinetics of nucleoside analog trifluridine and thymidine phosphorylase inhibitor @DRUG$ ( components of @DRUG$ ) v trifluridine alone .	A 1 phase study of the pharmacokinetics of nucleoside analog trifluridine and inhibitor phosphorylase thymidine @DRUG$ ( components of @DRUG$ ) vs trifluridine alone .	A phase 1 study the pharmacokinetics of nucleoside analog trifluridine and thymidine phosphorylase inhibitor @DRUG$ ( components of @DRUG$ ) vs trifluridine alone .	A phase 1 study of the pharmacokinetics of nucleoside analog trifluridine and thymidine phosphorylase inhibitor @DRUG$ ( components of @DRUG$ ) vs trifluridine alone ."DRUGA is a component of DRUGB.	0
0	RESULTS: @DRUG$ treatment improved pain compared to placebo on day 28 (48.1 and 31.3% treatment successes respectively; @DRUG$ = .0315).	RESULTS : @DRUG$ treatment improved pain compared to placebo on day xxviii ( 48.1 and 31.3 % treatment successes severally ; @DRUG$ = .0315 ) .	RESULTS : @DRUG$ treatment 28 pain compared to respectively on day improved ( 48.1 and 31.3 % treatment successes placebo ; @DRUG$ = .0315 ) .	RESULTS : @DRUG$ treatment improved pain to placebo on day 28 ( 48.1 and 31.3 % treatment successes respectively ; @DRUG$ = .0315 ) .	@DRUG$ was found to be statistically significantly more effective than placebo in reducing pain on day 28.	1
1	From preliminary results of the large InTIME-II study, @DRUG$ 120 kU/kg showed a greater incidence of intracranial haemorrhage and mild bleeding than @DRUG$ <or=100mg, but a similar incidence of stroke.	From preliminary resultant of the large InTIME -II study , @DRUG$  kU / kg showed a greater incidence of intracranial haemorrhage and mild bleeding than @DRUG$ < or=100mg , but a similar incidence of diagonal .	From preliminary results of the large InTIME -II study , @DRUG$ 120 kU / intracranial showed a greater incidence of and haemorrhage kg mild bleeding than @DRUG$ but or=100mg , < a similar incidence of stroke .	preliminary results of the large InTIME -II study , @DRUG$ 120 kU / kg showed a greater incidence of intracranial haemorrhage and mild bleeding than @DRUG$ < or=100mg , but a similar incidence of stroke .	@DRUG$ showed a greater incidence of intracranial haemorrhage and mild bleeding than @DRUG$, but a similar incidence of stroke.	0
0	We studied the 11beta-HSD activity towards @DRUG$ (F)/cortisone (E) and dexamethasone (D)/11-dehydro-dexamethasone (DH-@DRUG$) in microsomes prepared from human kidney cortex.	We examine the 11beta-HSD activity towards @DRUG$ ( F ) / cortone acetate ( e ) and dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - @DRUG$ ) in microsomes prepared from human kidney cortex .	/ studied the 11beta-HSD cortex towards @DRUG$ ( F and We cortisone ( E ) ) dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - @DRUG$ ) in microsomes prepared from human kidney activity .	We studied the 11beta-HSD activity towards @DRUG$ ( F ) cortisone ( E ) and dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - @DRUG$ ) in microsomes prepared from human kidney cortex .	We studied the activity of the enzyme 11beta-HSD towards @DRUG$ ( F ) / cortisone ( E ) and dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - @DRUG$ ) in microsomes prepared from human	0
0	@DRUG$-MPH exhibited prominent affinity at the norepinephrine transporter (NET) site, even exceeding such affinity at the @DRUG$ transporter (DAT).	@DRUG$ - MPH exhibited spectacular affinity at the norepinephrine transporter ( internet ) site , even exceeding such affinity at the @DRUG$ transporter ( DAT ) .	@DRUG$ - MPH exhibited prominent affinity at the site transporter ( NET ) norepinephrine , at exceeding such affinity even the @DRUG$ transporter ( DAT ) .	@DRUG$ - MPH exhibited prominent affinity at the transporter ( NET ) site , even exceeding such affinity the @DRUG$ transporter ( DAT	@DRUG$ is more likely to bind to the norepinephrine transporter than the dopamine transporter.	1
0	Repeat challenges revealed changes in clinical score with A 3.6 (P less than .01), @DRUG$ 3.1 (@DRUG$ less than .02), and T 2.7 (P less than .05).	Repeat challenges revealed alteration in clinical score with a 3.6 ( P to a lesser extent than .01 ) , @DRUG$ 3.1 ( @DRUG$ to a lesser extent than .02 ) , and T 2.7 ( P to a lesser extent than .05 ) .	Repeat challenges revealed changes in A score with clinical 3.6 ( P less than .01 ) , @DRUG$ 3.1 ( @DRUG$ less than .02 P , and T 2.7 ( ) less ) .05 than .	Repeat challenges revealed changes in clinical score A 3.6 P less than .01 ) , @DRUG$ 3.1 ( @DRUG$ less than .02 , and T ( P less than .05 ) .	A significantly greater clinical score was observed with A than with @DRUG$ or T.	1
0	For reducing cardiovascular events (CVEs), HCTZ is less effective than enalapril and amlodipine in randomized trials, and, in network analysis of trials, it is less effective than CTDN and @DRUG$-@DRUG$.	For reducing cardiovascular events ( CVEs ) , HCTZ is le effective than vasotec and amlodipine in randomized trials , and , in network psychoanalysis of trials , it is le effective than CTDN and @DRUG$ - @DRUG$ .	For cardiovascular in analysis ( CVEs ) , HCTZ is less effective than enalapril and amlodipine in randomized trials , and , reducing network events of trials , it is less effective than CTDN and @DRUG$ - @DRUG$ .	For reducing cardiovascular events CVEs , HCTZ is less effective than and amlodipine in randomized , and , in network analysis of trials , it is less effective than CTDN and @DRUG$ - @DRUG$ .	HCTZ is less effective than enalapril and amlodipine in randomized trials, and, in network analysis of trials, it is less effective than CTDN and @DRUG$-@DRUG$.	0
0	Effect of oral @DRUG$, a selective femoral arterial vasodilator, on hindlimb subcutaneous tissue temperature in conscious dogs under @DRUG$ sedation.	Effect of oral @DRUG$ , a selective femoral arterial vasodilative , on hindlimb subcutaneous tissue paper temperature in conscious dogs under @DRUG$ sedation .	Effect vasodilator oral @DRUG$ , a selective femoral arterial hindlimb , on of subcutaneous tissue temperature in conscious dogs under @DRUG$ sedation .	Effect of oral @DRUG$ , a selective femoral arterial , on hindlimb subcutaneous tissue temperature in conscious dogs @DRUG$ sedation .	The effect of oral @DRUG$ on hindlimb subcutaneous tissue temperature in conscious dogs under @DRUG$ sedation.	0
0	@DRUG$ and @DRUG$ mesylate combination therapy of chronic myeloid leukaemia: preclinical evaluation.	@DRUG$ and @DRUG$ mesylate combination therapy of chronic myeloid leukaemia : presymptomatic evaluation .	@DRUG$ and @DRUG$ therapy combination mesylate of chronic myeloid leukaemia : preclinical evaluation .	@DRUG$ and @DRUG$ mesylate combination of chronic myeloid leukaemia : preclinical .	The combination of @DRUG$ and @DRUG$ is effective in treating chronic myeloid leukaemia.	0
1	The second generation non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole demonstrated no affinity for D1 receptors at concentrations up to 10(-4) M.	The second generation non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole march no affinity for D1 receptors at concentrations up to decade ( - 4 ) M.	The second D1 non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole demonstrated no affinity for generation receptors up concentrations at to 10 ( - 4 ) M.	The second generation @DRUG$ receptors agonists @DRUG$ and ropinirole demonstrated affinity for D1 receptors at concentrations up to 10 ( 4 ) M.	@DRUG$ does not interact with @DRUG$ at concentrations up to 10 ( - 4 ) M.	0
0	@DRUG$ the binding affinity of artemisinin and its derivatives @DRUG$ and artesunate to blood serum proteins might influence the effectiveness of the drug, binding of artemisinin and derivatives to serum albumin was studied under near physiological conditions.	@DRUG$ the binding affinity of artemisinin and its derivative @DRUG$ and artesunate to blood serum proteins mightiness influence the effectiveness of the drug , binding of artemisinin and derivative to serum albumen was studied under near physiological conditions .	@DRUG$ the binding affinity of artemisinin and its derivatives @DRUG$ under artesunate to derivatives of proteins might influence the effectiveness of the drug , binding serum artemisinin and blood to serum albumin was studied and near physiological conditions .	@DRUG$ the binding affinity of artemisinin and its derivatives @DRUG$ and artesunate blood serum proteins might influence the of the drug binding of artemisinin and derivatives to serum albumin was studied near physiological conditions .	The higher the binding affinity of artemisinin and its derivatives to blood serum proteins, the more effective the drug will be.	1
0	METHODS: Using stable isotope technology and a stereospecific assay, we compared the pharmacokinetics and pharmacodynamics of intravenous (10 mg of d(7)-@DRUG$ /S -@DRUG$) and oral (240 mg of slow release (SR) d(0)-R /S -verapamil) R -verapamil and S -verapamil after the first dose (day 1) and after 3 weeks (day 21) of continuous oral therapy in 8 patients with long-term atrial fibrillation.	METHODS : apply stable isotope technology and a stereospecific assay , we compared the pharmacokinetics and pharmacodynamics of intravenous ( 10 mg of d ( septet ) - @DRUG$ / S - @DRUG$ ) and viva ( 240 mg of slow relinquish ( SR ) d( 0 ) - R / S - calan ) R - calan and S - calan after the starting time dose ( day 1 ) and after 3 weeks ( day xxi ) of uninterrupted viva therapy in eight patients with long-term atrial fibrillation .	METHODS : Using stable isotope technology and a of assay , we compared verapamil pharmacokinetics and of of intravenous ( 10 mg of d ( 7 - ) @DRUG$ / S - @DRUG$ ) and oral ( 240 mg / slow release ( SR ) d( 0 ) and R pharmacodynamics S - and ) R - therapy verapamil S - verapamil after the first dose ( day 1 ) - after 3 weeks ( day 21 ) stereospecific continuous long-term the in 8 patients with oral atrial fibrillation .	METHODS : Using stable isotope technology and a stereospecific assay , we compared the pharmacokinetics and pharmacodynamics of intravenous ( 10 mg of d 7 ) - @DRUG$ / S - @DRUG$ ) and oral ( 240 slow release ( SR ) d( 0 ) - R / S - verapamil ) R - verapamil and S - verapamil after the first day 1 ) and after 3 weeks ( day 21 ) of continuous oral therapy in 8 patients with long-term atrial .	We used stable isotope technology and a stereospecific assay to compare the pharmacokinetics and pharmacodynamics of intravenous ( 10 mg of d ( 7 ) - @DRUG$ / S - @DRUG$ ) and oral ( 240 mg of slow release ( SR ) d( 0 ) -	0
0	Pharmacological therapy is very effective in lowering BP and in preventing CVD outcomes in most patients; first-line antihypertensive medications include angiotensin-converting enzyme inhibitors, @DRUG$ receptor blockers, dihydropyridine @DRUG$-channel blockers and thiazide diuretics.	Pharmacological therapy is very effective in take down BP and in prevent CVD outcomes in most patients ; first-line antihypertensive drug medications include angiotensin-converting enzyme inhibitors , @DRUG$ receptor blockers , dihydropyridine @DRUG$ - channel blockers and thiazide diuretics .	Pharmacological therapy is very effective in patients BP dihydropyridine in - CVD outcomes in most lowering ; first-line antihypertensive medications include angiotensin-converting enzyme inhibitors , @DRUG$ receptor blockers , and @DRUG$ preventing channel blockers and thiazide diuretics .	therapy is very effective in lowering and in preventing CVD in most patients ; first-line antihypertensive medications include angiotensin-converting enzyme inhibitors , @DRUG$ receptor blockers , dihydropyridine @DRUG$ - channel blockers thiazide diuretics .	Pharmacological therapy, which includes angiotensin-converting enzyme inhibitors, @DRUG$ receptor blockers, dihydropyridine @DRUG$ - channel blockers and thiazide diuretics, is very effective in lowering BP and in preventing CVD outcomes in most patients.	0
0	@DRUG$ synthesis in the periphery (including that in pericentral hepatocytes) and glutamine catabolism in (periportal) hepatocytes represents the high-affinity @DRUG$-detoxifying system of the body.	@DRUG$ synthesis in the periphery ( including that in pericentral hepatocytes ) and glutamine destructive metabolism in ( periportal ) hepatocytes represents the high- chemical attraction @DRUG$ - detoxifying system of the torso .	@DRUG$ synthesis in periphery the ( including that in pericentral hepatocytes ) high- glutamine catabolism in of periportal ) hepatocytes represents the and affinity @DRUG$ - detoxifying system ( the body .	@DRUG$ synthesis in periphery ( including that in pericentral ) and glutamine catabolism in ( periportal ) hepatocytes represents the high- affinity @DRUG$ - detoxifying system of body .	@DRUG$ is synthesized in the periphery (including that in pericentral hepatocytes) and glutamine catabolism takes place in (periportal) hepatocytes. This represents the high-affinity @DRUG$-detoxifying system of the body.	0
0	In contrast, metabolites of @DRUG$ (@DRUG$-2, M-4 and M-9) had low affinities for muscarinic ACh receptor subtypes.	In contrast , metabolites of @DRUG$ ( @DRUG$ - 2 , M- 4 and M - 9 ) had low kinship for muscarinic ACh sensory receptor subtypes .	In contrast , metabolites of @DRUG$ ( @DRUG$ 9 2 , M- 4 and M - - ) had affinities low for muscarinic ACh receptor subtypes .	In contrast , metabolites of @DRUG$ @DRUG$ - 2 , M- 4 and M - 9 ) had low affinities for muscarinic ACh receptor subtypes .	 @DRUG$ is a drug that has high affinities for muscarinic ACh receptor subtypes, while metabolites of DRUGA ( @DRUG$ - 2 , M- 4 and M - 9 ) had low affinities for muscarinic ACh receptor subtypes.	0
0	An open-label, titration-to-response study involving 86 patients with severe hypertension found that telmisartan 80 to 160 @DRUG$/@DRUG$ was as efficacious as enalapril 20 to 40 mg/d.	An open-label , titration - to- response study involving 86 patients with severe hypertension found that telmisartan 80 to one hundred sixty @DRUG$ / @DRUG$ was as effectual as enalapril 20 to xl mg/d .	An open-label , titration - to- response study involving 86 / with severe hypertension found that telmisartan 80 to 160 @DRUG$ mg/d @DRUG$ was as efficacious as enalapril 20 to patients 40 .	An open-label , titration - to- response study 86 patients with severe hypertension found telmisartan 80 to 160 @DRUG$ @DRUG$ was as efficacious as enalapril 20 to 40 mg/d	Telmisartan 80 to 160 @DRUG$ / @DRUG$ was as efficacious as enalapril 20 to 40 mg/d .	0
0	Cows had a lower (@DRUG$ less than .01) @DRUG$ concentration than heifers on d 10, 11 and 12 after LP-induced estrus.	Cows had a low pitched ( @DRUG$ less than .01 ) @DRUG$ concentration than heifers on d 10 , 11 and 12 after lp - induced estrus .	Cows had a lower ( @DRUG$ less than .01 ) @DRUG$ concentration estrus heifers induced d 10 , 11 and 12 after LP - on than .	Cows had a lower ( @DRUG$ less than .01 @DRUG$ concentration than heifers on d 10 , 11 and 12 after LP - induced estrus .	Cows had a lower ( @DRUG$ less than .01 ) @DRUG$ concentration than heifers on d 10 , 11 and 12 after LP - induced estrus ."Cows had a lower DRUGA concentration than heifers on days 10, 11, and 12 after	0
0	Subjects with a sitting diastolic blood pressure (DBP) > or = 95 mmHg were randomized to monotherapy with placebo, moexipiril 7.5 @DRUG$ o.@DRUG$., moexipril 15 mg o.d. or HCTZ 25 mg o.d. for 8 weeks.	theme with a sit around diastolic blood pressure ( DBP ) > or = 95 mmHg were randomised to monotherapy with placebo , moexipiril 7.5 @DRUG$ o.@DRUG$ . , moexipril 15 mg o.d. or HCTZ 25 mg o.d. for 8 week .	Subjects with a sitting diastolic blood pressure for DBP o.d. > or = 95 mmHg were randomized to monotherapy with ( , moexipiril 7.5 @DRUG$ o.@DRUG$ . , moexipril 15 mg ) or HCTZ 25 mg o.d. placebo 8 weeks .	Subjects with sitting diastolic blood ( DBP ) > or = 95 mmHg were randomized to monotherapy placebo , moexipiril 7.5 @DRUG$ o.@DRUG$ . , moexipril 15 mg o.d. or HCTZ 25 o.d. for 8 weeks .	Subjects with a sitting diastolic blood pressure ( DBP ) > or = 95 mmHg were randomized to monotherapy with placebo , moexipiril 7.5 mg o.@DRUG$ or @DRUG$ . , moexipril 15 mg o.d. or	0
0	RESULTS: Doses administered were 3.4 +/- 0.6 @DRUG$ kg(-1) of tiletamine-@DRUG$, 0.04 +/- 7.0 mg kg(-1) of romifidine, and 0.03 +/- 0.007 mg kg(-1) of atropine.	resultant : dos distribute were 3.4 +/- 0.6 @DRUG$ kg ( - single ) of tiletamine - @DRUG$ , 0.04 +/- 7.0 mg kg ( - single ) of romifidine , and 0.03 +/- 0.007 mg kg ( - single ) of atropine .	) : Doses administered 7.0 3.4 +/- 0.6 @DRUG$ kg ( - 1 ) mg tiletamine - @DRUG$ , 0.04 +/- were of kg ( - 1 RESULTS of romifidine mg and 0.03 +/- 0.007 , kg ( - 1 ) of atropine .	RESULTS : administered were 3.4 +/- 0.6 @DRUG$ kg ( - 1 ) of tiletamine @DRUG$ , 0.04 7.0 mg kg ( - ) of romifidine , and 0.03 +/- 0.007 mg kg ( - 1 of atropine .	For every 3.4 kg of tiletamine administered, there was a corresponding 0.04 mg kg of romifidine administered, and a corresponding 0.03 mg kg of atropine administered.	1
0	Targeted drugs that inhibit the estrogen receptor (ER) or estrogen-activated pathways include the selective ER modulators (@DRUG$, raloxifene, and @DRUG$) and aromatase inhibitors (AIs) (anastrozole, letrozole, and exemestane) have been tested in preclinical and clinical studies.	place drugs that subdue the estrogen receptor ( atomic number  ) or estrogen - activated pathways let in the selective atomic number  modulators ( @DRUG$ , raloxifene , and @DRUG$ ) and aromatase inhibitors ( AIs ) ( anastrozole , letrozole , and exemestane ) have been tested in preclinical and clinical field of study .	Targeted in that inhibit the estrogen receptor ( ER ) or estrogen exemestane tested pathways include the inhibitors ER modulators ( @DRUG$ , raloxifene , and @DRUG$ ) and aromatase selective ( AIs ) ( anastrozole , letrozole , and - ) have been activated drugs preclinical and clinical studies .	Targeted drugs inhibit the estrogen receptor ( ER ) or estrogen activated pathways include selective ER modulators ( @DRUG$ , raloxifene , and @DRUG$ ) and ( AIs ) ( anastrozole , letrozole , and exemestane ) have been tested in preclinical clinical studies .	Targeted drugs that inhibit the estrogen receptor ( ER ) or estrogen - activated pathways include the selective ER modulators ( @DRUG$ and @DRUG$ ) and aromatase inhibitors ( AIs ) ( anastrozole , letrozole , and exemestane ) have been	0
0	@DRUG$ (calcium acetylhomotaurinate), a synthetic compound with a similar chemical structure to that of gamma-aminobutyric acid, is thought to act via several mechanisms affecting multiple neurotransmitter systems; inhibition of neuronal hyperexcitability by antagonism of excitatory amino acid activity and reduction of calcium ion fluxes has been suggested @DRUG$ its predominant mechanism of action.	@DRUG$ ( calcium acetylhomotaurinate ) , a synthetic heighten with a similar chemical bodily structure to that of gamma-aminobutyric acid , is thought to act via several mechanisms affecting multiple neurotransmitter organization ; inhibition of neural hyperexcitability by antagonism of excitatory amino acid activity and reduction of calcium ion fluxes has been suggested @DRUG$ its predominant mechanism of natural action .	@DRUG$ ( calcium acetylhomotaurinate ) , a of compound with a similar affecting structure to that amino gamma-aminobutyric its , is thought to act via several mechanisms chemical multiple neurotransmitter systems ; inhibition of neuronal hyperexcitability by antagonism of excitatory of acid activity and reduction of calcium ion fluxes action been suggested @DRUG$ acid predominant mechanism synthetic has .	@DRUG$ ( calcium acetylhomotaurinate ) , a synthetic compound with a similar chemical structure to that of gamma-aminobutyric , is thought to act via several mechanisms affecting multiple neurotransmitter systems ; of neuronal hyperexcitability by antagonism of amino acid and reduction of calcium ion fluxes has been suggested @DRUG$ predominant mechanism of action .	@DRUG$ is a synthetic compound that is thought to work by affecting multiple neurotransmitter systems. @DRUG$ is the predominant mechanism of action for this compound.	0
0	Following a single im injection of 32.8 @DRUG$ @DRUG$ or 32.7 mg dihydrotestosterone-enanthate, i.e. 23.6 mg of pure steroid, in the orchidectomized cynomolgus monkeys, serum testosterone and dihydrotestosterone levels rose to 400 and 800% of baseline, respectively, within 24 h. Androgen levels remained in that range for 3-5 days followed by a continuous decline until baseline values were attained after 4-5 weeks.	Following a single im injection of 32.8 @DRUG$ @DRUG$ or 32.7 mg dihydrotestosterone -enanthate , i.e. 23.6 mg of pure steroid , in the orchidectomized cynomolgus monkeys , serum testosterone and dihydrotestosterone spirit level climb up to  and 800 % of baseline , severally , within 24 h. Androgen spirit level remained in that range for 3 - little phoebe clarence day followed by a continuous decline until baseline values were attained after 4 - little phoebe calendar week .	Following a single im injection of 32.8 @DRUG$ @DRUG$ of 32.7 mg remained -enanthate , i.e. 23.6 that of pure steroid , in the orchidectomized cynomolgus monkeys , baseline testosterone and dihydrotestosterone levels rose to 400 and 5 % or serum , respectively , within 24 h. Androgen a until in mg range for 3 - 800 days followed by levels continuous decline dihydrotestosterone baseline values were attained after 4 - 5 weeks .	Following single im injection of 32.8 @DRUG$ @DRUG$ or 32.7 mg dihydrotestosterone -enanthate , i.e. 23.6 mg of pure , the orchidectomized cynomolgus monkeys , serum testosterone and dihydrotestosterone rose to 400 and 800 % of baseline , respectively , 24 h. Androgen levels remained that range for 3 - days followed by a continuous decline baseline values were attained after 4 5 weeks .	Following a single injection of @DRUG$, serum testosterone and dihydrotestosterone levels rose to 400 and 800% of baseline, respectively, within 24 hours. Androgen levels remained in that range for 3-5 days followed by a continuous decline until baseline values were attained after 4-5 weeks	1
0	Alpha-DHA-G was formed in incubations of DHA with expressed UGT1A9 (@DRUG$(m) 32 microM, V(max) 8.9 pmol min(-1) @DRUG$(-1)) or UGT2B7 (K(m) 438 microM, V(max) 10.9 pmol mg(-1) min(-1)) but not with UGT1A1 or UGT1A6.	Alpha-DHA -G was mould in brooding of DHA with evince UGT1A9 ( @DRUG$ ( m ) xxxii microM , V ( max ) 8.9 pmol hokkianese ( - 1 ) @DRUG$ ( - 1 ) ) or UGT2B7 ( kelvin ( m ) 438 microM , V ( max ) 10.9 pmol atomic number  ( - 1 ) hokkianese ( - 1 ) ) but not with UGT1A1 or UGT1A6 .	Alpha-DHA -G was max in , of DHA or expressed UGT1A9 min @DRUG$ ( m ) 32 microM incubations ( ( formed ) 8.9 pmol min ( - 1 ) @DRUG$ ( V ( ) ) with UGT2B7 ( K ( m ) 438 microM , V ( max ) 10.9 pmol mg 1 - 1 ) - ( - 1 ) ) but not with UGT1A1 or UGT1A6 .	Alpha-DHA -G was formed in of with expressed UGT1A9 ( @DRUG$ ( m ) 32 microM , V ( ) 8.9 pmol min ( - 1 ) @DRUG$ - 1 ) ) or UGT2B7 K m ) 438 microM , ( max ) 10.9 pmol mg ( - ) ( - 1 ) ) but not with UGT1A1 or UGT1A6 .	Alpha-DHA -G was formed in incubations of DHA with expressed UGT1A9 ( @DRUG$ ( m ) 32 microM , V ( max ) 8.9 pmol min ( - 1 ) @DRUG$ ( - 1 ) ) or UGT2B7	0
1	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (eptinezumab, @DRUG$, enfortumab vedotin, isatuximab, [fam-]trastuzumab deruxtecan, inebilizumab, @DRUG$, sacituzumab govitecan, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	at this time , a tote up of 5 novel antibody curative ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) had been concede a first of all approval in either the US or EU , and marketing lotion for 13 novel antibody curative ( eptinezumab , @DRUG$ , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , @DRUG$ , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergo review in these realm , which play the major markets for antibody curative .	At this time , a total of 5 novel antibody , ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , , crizanlizumab ) had been these a first approval markets either , US or EU , and marketing , for 13 novel antibody therapeutics major eptinezumab , @DRUG$ applications enfortumab vedotin , isatuximab REGNEB3 [ fam - ] trastuzumab deruxtecan , inebilizumab ) @DRUG$ , sacituzumab govitecan , satralizumab and narsoplimab , tafasitamab , , and naxituximab the were undergoing review in granted regions therapeutics which represent the ( in for antibody therapeutics .	At this time , a total of 5 novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) had been granted a first approval in either the US or EU , marketing applications for 13 novel antibody therapeutics ( eptinezumab , @DRUG$ , vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , @DRUG$ , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab , and naxituximab ) were undergoing review in these regions which represent the major markets for therapeutics .	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US	1
0	BACKGROUND: Limited data are available for once-daily (QD) @DRUG$ (DRV)/ritonavir (@DRUG$) in the pediatric population.	BACKGROUND : define data are available for once-daily ( QD ) @DRUG$ ( DRV ) / ritonavir ( @DRUG$ ) in the paediatric population .	BACKGROUND population Limited data are available for once-daily ) QD ( @DRUG$ ( DRV ) / ritonavir ( @DRUG$ ) in the pediatric : .	BACKGROUND : Limited data are for once-daily ( QD ) @DRUG$ ( DRV ) / ritonavir ( @DRUG$ ) in the pediatric	There is limited data available on how well @DRUG$ works when taken once a day, especially in children.	1
0	CONCLUSIONS: Based on this review, @DRUG$ has been found to be well tolerated and effective in the treatment of early PD and @DRUG$ adjunctive treatment in motor fluctuations.	CONCLUSIONS : Based on this inspection , @DRUG$ has been found to be well tolerated and effective in the treatment of too soon PD and @DRUG$ adjunctive treatment in motor wavering .	CONCLUSIONS : and on this review been @DRUG$ has , found the be well tolerated and effective in to treatment of early PD Based @DRUG$ adjunctive treatment in motor fluctuations .	CONCLUSIONS : Based on this review @DRUG$ has been found to well tolerated and effective in the treatment of early PD and @DRUG$ adjunctive treatment in motor fluctuations .	@DRUG$ has been found to be well tolerated and effective in the treatment of early PD. @DRUG$ adjunctive treatment in motor fluctuations.	0
0	However, in phase 2 dose-ranging studies @DRUG$ was associated with dose-limiting tolerability and safety issues such @DRUG$ anemia.	However , in stage 2 dose-ranging studies @DRUG$ was associated with dose-limiting tolerability and prophylactic issues such @DRUG$ anemia .	However , in phase 2 dose-ranging studies @DRUG$ was associated with dose-limiting tolerability issues such and safety @DRUG$ anemia .	However , in phase 2 dose-ranging @DRUG$ was associated with dose-limiting tolerability and safety such @DRUG$ anemia .	However, @DRUG$ was associated with dose-limiting tolerability and safety issues such as @DRUG$ anemia.	0
0	Bisoprolol 10 mg and @DRUG$ 50 @DRUG$ had intermediate effects; bisoprolol was the more beta1-selective of these two.	Bisoprolol 10 mg and @DRUG$ fifty @DRUG$ had intermediate burden ; bisoprolol was the more beta1 - selective of these two .	Bisoprolol selective mg beta1 @DRUG$ 50 @DRUG$ had intermediate effects ; bisoprolol was the more and - 10 of these two .	Bisoprolol 10 mg and @DRUG$ 50 @DRUG$ had intermediate effects bisoprolol was the more - selective of these two .	Bisoprolol 10 mg is more beta1-selective than @DRUG$ 50 @DRUG$.	0
1	In contrast, A1/A2 @DRUG$ receptor antagonist, 8-(p-sulfophenyl)@DRUG$ (8pSPT) not penetrating via blood-brain barrier was ineffective.	In contrast , A1 / A2 @DRUG$ receptor antagonist , ogdoad -( p-sulfophenyl ) @DRUG$ ( ogdoad pSPT ) not penetrating via blood-brain roadblock was ineffective .	In contrast , A1 / ) @DRUG$ was antagonist , 8 -( p-sulfophenyl ) @DRUG$ ( 8 pSPT A2 not penetrating via blood-brain barrier receptor ineffective .	In contrast , A1 A2 @DRUG$ receptor antagonist , -( p-sulfophenyl ) @DRUG$ ( 8 pSPT ) not penetrating via blood-brain barrier was ineffective	A1 / A2 @DRUG$ receptor antagonist, 8- (p-sulfophenyl) @DRUG$ (8pSPT) not penetrating via blood-brain barrier was ineffective.	0
0	The doses of supplementary @DRUG$ used were 1200 mg daily for a mean duration of 4 years, and 2000 @DRUG$/day for three years.	The doses of auxiliary @DRUG$ used were 1200 mg daily for a mean duration of 4 years , and 2000 @DRUG$ / day for trinity years .	The doses of supplementary @DRUG$ used were 1200 mg daily for three mean duration of 4 years , / 2000 @DRUG$ and day for a years .	The doses of supplementary @DRUG$ used were mg daily a mean duration of 4 years , and 2000 @DRUG$ / day for three years .	For every 1,000 mg of @DRUG$ taken, 2,000 mg of @DRUG$ was also taken.	0
0	The antibody did not cross react with N-alkyl [@DRUG$, clenbuterol, (-)-isoproterenol, (+)-isoproterenol, metaproterenol, or salbutamol] or N-arylalkyl (dobutamine, fenoterol, isoxsuprine, ractopamine, or @DRUG$) beta-agonists.	The antibody did not thwart oppose with N-alkyl [ @DRUG$ , clenbuterol , ( -) - isuprel , ( + ) - isuprel , alupent , or salbutamol ] or N-arylalkyl ( dobutamine , fenoterol , isoxsuprine , ractopamine , or @DRUG$ ) beta-agonists .	The antibody - not cross react with N-alkyl [ @DRUG$ , clenbuterol , ( isoxsuprine did isoproterenol , ( + ) - isoproterenol , metaproterenol , or salbutamol or or N-arylalkyl ( dobutamine , fenoterol , -) , ractopamine , ] @DRUG$ ) beta-agonists .	The antibody did not cross react with N-alkyl @DRUG$ , clenbuterol , ( -) - , ( ) - isoproterenol , metaproterenol , or ] or N-arylalkyl ( dobutamine , fenoterol , isoxsuprine , or @DRUG$ ) beta-agonists	The antibody did not cross react with any of the N-alkyl or N-arylalkyl beta-agonists.	1
0	This paper describes an open trial of the administration of 500 @DRUG$ @DRUG$ benzoate during amobarbital interviews with ten patients.	This newspaper describes an afford trial of the administration of 500 @DRUG$ @DRUG$ benzoate during amobarbital interviews with ten patients .	This paper describes an open trial of amobarbital administration of 500 @DRUG$ @DRUG$ benzoate during patients interviews with ten the .	paper describes an open of the administration of 500 @DRUG$ @DRUG$ benzoate during amobarbital interviews ten patients .	The administration of 500 @DRUG$ @DRUG$ benzoate during amobarbital interviews with ten patients.	0
0	REVIEWER'S CONCLUSIONS: The results of this review favour @DRUG$ over phenobarbitone, as @DRUG$ was significantly more likely to be withdrawn than phenytoin.	REVIEWER 'S CONCLUSIONS : The results of this reexamination favour @DRUG$ over phenobarbitone , as @DRUG$ was significantly more likely to be withdraw than phenytoin .	REVIEWER 'S this : The over of CONCLUSIONS review favour @DRUG$ results phenobarbitone , as @DRUG$ was significantly more likely to be withdrawn than phenytoin .	REVIEWER 'S CONCLUSIONS The results of this review favour @DRUG$ over phenobarbitone , as @DRUG$ was more likely to be withdrawn than phenytoin .	@DRUG$ is more likely to be successful than phenobarbitone, and phenytoin is more likely to be successful than @DRUG$.	0
0	Dose-response and time course studies were performed in which control (no FM-VP4 treatment) and FM-VP4 (10-100 micro M) were @DRUG$-incubated with 50- micro M [3H]@DRUG$ micelles from 1 minute to 24 hours.	Dose-response and time course studies were execute in which control ( no FM - VP4 intervention ) and FM - VP4 ( 10 - hundred micro M ) were @DRUG$ - incubated with 50 - micro M [ 3H ] @DRUG$ micelles from  minute to 24 hours .	Dose-response and time course studies micro performed in which control ( were FM - VP4 treatment ) and 3H - VP4 1 10 - 100 micro M ) were @DRUG$ - incubated with 50 - no M [ FM ] @DRUG$ micelles from ( minute to 24 hours .	Dose-response and time course studies were performed in which control ( FM - VP4 ) and FM - VP4 ( 10 - 100 micro M ) @DRUG$ - incubated with 50 - micro M [ 3H ] @DRUG$ micelles from 1 minute to 24 hours .	The dose-response and time course studies showed that FM - VP4 interacted with @DRUG$ micelles, and that the interaction was concentration- and time-dependent.	1
0	This risk was defined @DRUG$ the ratio of adverse reactions to @DRUG$ versus other products, divided by the ratio of their relative use in the United States.	This risk was limit @DRUG$ the ratio of adverse reactions to @DRUG$ versus other products , separate by the ratio of their relative use in the United States .	This risk was the @DRUG$ relative ratio of adverse reactions to @DRUG$ versus other products , divided by defined ratio of their the use in the United States .	This risk defined @DRUG$ the ratio of adverse reactions to @DRUG$ versus other products , divided by the ratio of their relative use in the United States .	The risk of adverse reactions to @DRUG$ was found to be higher than the risk of adverse reactions to @DRUG$, when compared to the use of other products in the United States.	0
1	At 6 weeks, across-dose analyses showed that @DRUG$ 10 to 80 mg reduced LDL cholesterol by a mean of 8.2% more than atorvastatin 10 to 80 mg, 26% more than pravastatin 10 to 40 mg, and 12% to 18% more than @DRUG$ 10 to 80 mg (all p <0.001).	astatine sestet weeks , across-dose analyses showed that @DRUG$ 10 to 80 mg subdue LDL cholesterin by a mean of 8.2 % more than lipitor 10 to 80 mg , 26 % more than pravastatin 10 to 40 mg , and 12 % to 18 % more than @DRUG$ 10 to 80 mg ( all phosphorus < 0.001 ) .	At 6 weeks , % analyses showed that @DRUG$ 10 to 80 mg reduced LDL cholesterol by a mean of 8.2 across-dose than than 10 atorvastatin to 80 mg 80 26 % more more pravastatin 10 to 40 mg % and 12 % to 18 , more than @DRUG$ 10 to , mg ( all p < 0.001 ) .	At 6 weeks , across-dose analyses showed @DRUG$ 10 to 80 mg reduced LDL cholesterol by a mean of 8.2 % more than 10 to 80 mg , 26 % more pravastatin to 40 mg , and 12 % to 18 % more than @DRUG$ 10 80 mg ( p < 0.001 ) .	At 6 weeks, @DRUG$ was more effective than atorvastatin, pravastatin, and @DRUG$ at reducing LDL cholesterol levels.	0
0	BACKGROUND: Once-daily (QD) ritonavir 100 mg-boosted fosamprenavir 1400 @DRUG$ (FPV/r100) or @DRUG$ 300 mg (ATV/r100), plus tenofovir/emtricitabine (TDF/FTC) 300 mg/200 mg, have not been compared as initial antiretroviral treatment.	background knowledge : Once-daily ( QD ) norvir c mg-boosted fosamprenavir 1400 @DRUG$ ( FPV / r100 ) or @DRUG$  mg ( ATV / r100 ) , addition tenofovir / emtricitabine ( TDF / FTC )  mg /200 mg , have not been compared as initial antiretroviral treatment .	BACKGROUND QD Once-daily ( : ) ritonavir 100 mg-boosted fosamprenavir ) @DRUG$ ( FPV / r100 ) or @DRUG$ 300 mg / ATV ( r100 ) , plus tenofovir / emtricitabine ( TDF / FTC as 300 mg /200 mg , have not been compared 1400 initial antiretroviral treatment .	BACKGROUND : Once-daily ( QD ) ritonavir 100 mg-boosted fosamprenavir 1400 @DRUG$ FPV / r100 ) or @DRUG$ mg ( / r100 ) , plus tenofovir / emtricitabine ( TDF / FTC ) 300 mg /200 mg , have not been compared as initial antiretroviral treatment .	BACKGROUND : @DRUG$ and @DRUG$ are two different drugs that have not been compared as initial antiretroviral treatment .	0
0	The synthesis of @DRUG$ from glutamate, cysteine, and @DRUG$ is catalyzed sequentially by two cytosolic enzymes, gamma-glutamylcysteine synthetase and GSH synthetase.	The synthesis of @DRUG$ from glutamate , cysteine , and @DRUG$ is catalyzed sequentially by deuce cytosolic enzyme , gamma-glutamylcysteine synthetase and GSH synthetase .	The synthesis of @DRUG$ from glutamate , cysteine , , @DRUG$ is catalyzed sequentially synthetase two cytosolic enzymes and gamma-glutamylcysteine by and GSH synthetase .	The synthesis of @DRUG$ glutamate , cysteine and @DRUG$ is catalyzed sequentially by two cytosolic , gamma-glutamylcysteine synthetase and synthetase .	@DRUG$ is synthesized from glutamate, cysteine, and @DRUG$. This synthesis is catalyzed sequentially by two cytosolic enzymes, gamma-glutamylcysteine synthetase and GSH synthetase.	0
0	A method for the simultaneous determination of prednisolone, @DRUG$ @DRUG$ and hydrocortisone has been established to monitor the serum levels of these three compounds in healthy volunteers following intramuscular administration of prednisolone acetate.	A method for the simultaneous determination of prednisolone , @DRUG$ @DRUG$ and hydrocortisone has been established to monitor the blood serum levels of these three compounds in healthy offer conform to intramuscular administration of prednisolone acetate .	A method for the simultaneous determination of prednisolone , @DRUG$ @DRUG$ and hydrocortisone has established been to acetate the serum levels of these three compounds in healthy volunteers of intramuscular administration following prednisolone monitor .	A method the simultaneous determination of prednisolone , @DRUG$ @DRUG$ and hydrocortisone has been established to monitor the levels of these three compounds in healthy volunteers following intramuscular administration of prednisolone	The method can be used to monitor the serum levels of prednisolone, @DRUG$, and hydrocortisone following administration of prednisolone acetate.	1
1	OBJECTIVE: To review the clinical microbiology and therapeutic use of @DRUG$, emphasizing comparative data between dirithromycin and the standard macrolide erythromycin, as well as clarithromycin and @DRUG$.	objective lens : To review the clinical microbiology and therapeutic use of @DRUG$ , emphasizing comparative data between dirithromycin and the standard macrolide pediamycin , as comfortably as clarithromycin and @DRUG$ .	, : To review the clinical microbiology and therapeutic use of @DRUG$ , emphasizing the data between dirithromycin and as standard macrolide erythromycin OBJECTIVE comparative well as clarithromycin and @DRUG$ .	OBJECTIVE To review clinical microbiology and therapeutic use of @DRUG$ , emphasizing comparative data between dirithromycin and the macrolide , as well as clarithromycin and @DRUG$ .	@DRUG$ is a clinical microbiology and therapeutic use of DRUGA, emphasizing comparative data between dirithromycin and the standard macrolide erythromycin, as well as clarithromycin and @DRUG$.	0
0	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either @DRUG$ (1 mg/kg i.p.) or @DRUG$ (1 mg/kg i.p.).	Aerosolized AMP elicited significant increases in Penh in sensitized black eye , and the effect was importantly attenuated by either @DRUG$ ( 1 milligram / kg i.p. ) or @DRUG$ ( 1 milligram / kg i.p. ) .	Aerosolized Penh elicited significant increases in sensitized in AMP mice , and the effect was ) attenuated by either @DRUG$ ( 1 mg / kg i.p. significantly or @DRUG$ ( 1 mg / kg i.p. ) .	Aerosolized AMP elicited significant increases Penh in sensitized mice the effect was significantly attenuated by either @DRUG$ ( 1 mg / kg i.p. ) or @DRUG$ ( 1 mg kg ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either @DRUG$ (1 mg/kg i.p.) or @DRUG$ (1 mg/kg i.p.).	0
0	METHODS: The authors conducted a multicenter, randomized, double-blind, controlled, parallel, three-arm study to test a defined combination of dextromethorphan hydrobromide (DM) and @DRUG$ sulfate (@DRUG$) (AVP-923) for the treatment of pseudobulbar affect in ALS.	METHODS : The authors conducted a multicenter , randomised , double - blind , master , parallel , three - arm hit the books to test a defined combination of dextromethorphan hydrobromide ( decimeter ) and @DRUG$ sulfate ( @DRUG$ ) ( AVP - 923 ) for the treatment of pseudobulbar bear upon in ALS .	METHODS - The authors conducted a to , randomized , double : blind , controlled , parallel , three ( arm study multicenter of a defined combination test dextromethorphan hydrobromide ( DM ) and ALS sulfate ( @DRUG$ ) - AVP - 923 ) for the treatment of pseudobulbar affect in @DRUG$ .	METHODS : The authors conducted a multicenter , randomized , double - , controlled , parallel , three - arm study to test combination hydrobromide ( DM ) and @DRUG$ sulfate ( @DRUG$ ) ( AVP - 923 ) the treatment of pseudobulbar affect in ALS .	The authors conducted a multicenter study to test a defined combination of dextromethorphan hydrobromide ( DM ) and @DRUG$ sulfate ( @DRUG$ ) ( AVP - 923 ) for the treatment of pseudobulbar affect in ALS .	0
0	A phase I dose-escalation trial of 2-deoxy-@DRUG$ alone or combined with @DRUG$ in patients with advanced solid tumors.	A phase I dose-escalation trial of 2 - deoxy - @DRUG$ unequalled or combined with @DRUG$ in patients with advanced solid tumor .	A phase I dose-escalation trial - 2 - deoxy of @DRUG$ alone or combined with @DRUG$ in patients with advanced solid tumors .	A phase I dose-escalation trial of 2 - deoxy - @DRUG$ alone or combined with @DRUG$ in patients with advanced solid tumors .	A phase I dose-escalation trial of 2 - deoxy - @DRUG$ alone or combined with @DRUG$ in patients with advanced solid tumors ."DRUGA is being tested in combination with DRUGB in a phase I dose-escalation trial in patients with advanced solid tumors	0
1	In conclusion, @DRUG$ generally has the same behavioral profile as typical tricyclic antidepressants, but it has somewhat different effects from imipramine and @DRUG$ since quinupramine has a potent central anticholinergic and a weak antimuricide effect.	In conclusion , @DRUG$ generally has the same behavioural profile as typical tricyclic antidepressants , but it has somewhat dissimilar effects from imipramine and @DRUG$ since quinupramine has a potent central anticholinergic and a watery antimuricide effect .	In conclusion , @DRUG$ generally has the profile behavioral has as typical tricyclic antidepressants a but it has somewhat different effects from imipramine and @DRUG$ since quinupramine same a potent central anticholinergic and , weak antimuricide effect .	In conclusion , @DRUG$ generally has the same behavioral profile as typical tricyclic antidepressants , but it has somewhat different effects from imipramine and @DRUG$ since quinupramine has potent central and a weak antimuricide effect .	@DRUG$ is similar to typical tricyclic antidepressants, but it has different effects from imipramine and @DRUG$ since quinupramine has a potent central anticholinergic and a weak antimuricide effect.	0
0	RESULTS: Both solvents proved toxic at the @DRUG$ levels of concentrations of 1:100 and 1:400 (@DRUG$>.05).	final result : Both solvent proved toxic at the @DRUG$ levels of concentrations of 1:100 and 1:400 ( @DRUG$ >.05 ) .	RESULTS : Both at proved >.05 solvents the @DRUG$ levels of concentrations of 1:100 and 1:400 ( @DRUG$ toxic ) .	RESULTS : Both proved at the @DRUG$ levels of concentrations of 1:100 and 1:400 ( @DRUG$ >.05 ) .	At the @DRUG$ levels of concentrations of 1:100 and 1:400, both solvents proved toxic ( @DRUG$ >.05 ).	0
0	Based on best available evidence, adverse event profile, and expert consensus, @DRUG$, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, candesartan, Petasites (butterbur), @DRUG$, coenzyme Q10, and magnesium citrate received a strong recommendation for use from the CHS.	Based on best available attest , adverse event profile , and expert consensus , @DRUG$ , propranolol , nadolol , metoprolol , amitriptyline , neurontin , candesartan , genus petasites ( petasites vulgaris ) , @DRUG$ , coenzyme Q10 , and atomic number  citrate received a strong recommendation for use from the CHS .	Based the best available evidence , adverse butterbur profile , and expert consensus , @DRUG$ , propranolol , use , metoprolol , amitriptyline , gabapentin ) candesartan , Petasites ( event , , @DRUG$ , coenzyme on , and magnesium citrate received a strong recommendation for nadolol from Q10 CHS .	Based on available evidence , profile , expert , @DRUG$ , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , candesartan , Petasites ( butterbur ) , @DRUG$ , coenzyme , and magnesium citrate received strong recommendation for use from the CHS .	Based on best available evidence and expert consensus, @DRUG$ is recommended for use along with @DRUG$.	0
0	@DRUG$ also underwent phase II metabolism, generating a @DRUG$ conjugate.	@DRUG$ also underwent stage II metabolism , generating a @DRUG$ conjugate .	@DRUG$ phase underwent also II metabolism , generating a @DRUG$ conjugate .	@DRUG$ also underwent phase II , generating a @DRUG$ conjugate .	@DRUG$ is converted into @DRUG$ in the body.	0
0	A rapid and sensitive immunochromatographic assay (ICA) based on competitive format was developed and validated for simultaneous detection of @DRUG$ (SM(2)), @DRUG$ (SDZ), and sulfaquinoxaline (SQX) in chicken breast muscle and egg samples.	A rapid and tender immunochromatographic assay ( ICA ) based on competitive initialize was developed and validated for simultaneous detection of @DRUG$ ( SM ( 2 ) ) , @DRUG$ ( SDZ ) , and sulfaquinoxaline ( SQX ) in chicken breast muscle and orchis sample .	A sensitive SQX rapid immunochromatographic assay ( ICA ) based on competitive format developed was and validated for ) detection of @DRUG$ ( SM ( 2 ) ) , @DRUG$ ( SDZ ) , and sulfaquinoxaline ( and simultaneous in chicken breast muscle and egg samples .	A and sensitive immunochromatographic ( ICA ) based on competitive format was developed and validated simultaneous detection of @DRUG$ ( SM ( 2 ) ) , @DRUG$ ( SDZ ) , and sulfaquinoxaline ( SQX in chicken breast and egg samples .	A rapid and sensitive immunochromatographic assay ( ICA ) based on competitive format was developed and validated for simultaneous detection of @DRUG$ ( SM ( 2 ) ) , @DRUG$ ( SDZ ) , and sulfaquinoxaline ( SQX ) in chicken breast muscle and egg samples	0
0	@DRUG$ (Troxatyl; BCH-4556; (-)-2'-deoxy-3'-oxacytadine) is the first synthetic @DRUG$-nucleoside enantiomer to demonstrate broad spectrum cytotoxic activity.	@DRUG$ ( Troxatyl ; BCH -4556 ; (-)-2'- deoxy-3'-oxacytadine ) is the first synthetic @DRUG$ - nucleoside enantiomer to prove panoptic spectrum cytotoxic activity .	@DRUG$ ( Troxatyl ; BCH -4556 synthetic (-)-2'- deoxy-3'-oxacytadine ) is the first ; @DRUG$ - nucleoside enantiomer to activity broad spectrum cytotoxic demonstrate .	@DRUG$ ( Troxatyl ; BCH -4556 ; (-)-2'- ) is the first synthetic @DRUG$ - nucleoside enantiomer to demonstrate broad spectrum cytotoxic activity .	@DRUG$ is a synthetic drug that has been found to be cytotoxic (toxic to cells) against a broad range of cells, while @DRUG$ is the natural form of the drug.	0
0	However, there is growing evidence that the @DRUG$ (OT)/@DRUG$ system can modulate some the effects of MDMA.	even so , there is growing evidence that the @DRUG$ ( OT ) / @DRUG$ system can modulate some the outcome of MDMA .	However , there is growing of that effects @DRUG$ ( OT ) / @DRUG$ system can modulate some the the evidence MDMA .	However , there is growing that the @DRUG$ ( OT ) / @DRUG$ system modulate some the effects of MDMA .	However, it seems that @DRUG$ (OT) can affect some of the effects of MDMA.	1
1	DATA SYNTHESIS: @DRUG$ inhibits the re-uptake of @DRUG$ and dopamine neurotransmission without any significant direct effects on serotonin neurotransmission.	DATA SYNTHESIS : @DRUG$ inhibits the re-uptake of @DRUG$ and dopamine neurotransmission without any important direct effectuate on serotonin neurotransmission .	DATA : SYNTHESIS @DRUG$ inhibits the re-uptake of @DRUG$ and any neurotransmission without dopamine significant direct effects on serotonin neurotransmission .	DATA SYNTHESIS : @DRUG$ inhibits the re-uptake of @DRUG$ and dopamine neurotransmission without any significant direct effects on serotonin neurotransmission .	@DRUG$ inhibits the re-uptake of @DRUG$ and dopamine neurotransmission without any significant direct effects on serotonin neurotransmission .	0
1	METHODS: Healthy volunteers (n = 12) were treated in a crossover manner with 100 mg daily @DRUG$ or with 800 mg daily @DRUG$.	METHODS : Healthy voluntary ( north = 12 ) were treated in a crossover manner with 100 mg daily @DRUG$ or with 800 mg daily @DRUG$ .	METHODS : 100 or ( n = 12 ) were treated in a crossover manner with Healthy mg daily @DRUG$ volunteers with 800 mg daily @DRUG$ .	METHODS : Healthy volunteers ( n = 12 ) were treated in a crossover with 100 mg @DRUG$ or 800 mg daily @DRUG$ .	@DRUG$ was found to be safe and well tolerated at a dose of 100 mg daily. @DRUG$ was found to be safe and well tolerated at a dose of 800 mg daily.	0
0	Incubation of splenocytes with NAc-@DRUG$ (0.6 to 1.0 mM) resulted in significant changes in intracellular reduced and total @DRUG$ (92% and 58% increase, respectively) at 96 h.	Incubation of splenocytes with NAc- @DRUG$ ( 0.6 to 1.0 mM ) resulted in significant changes in intracellular deoxidise and total @DRUG$ ( 92 % and 58 % gain , respectively ) at  h.	Incubation of splenocytes with NAc- @DRUG$ ( 0.6 to 1.0 mM ) resulted reduced significant changes in intracellular in and total @DRUG$ ( 92 % and 58 % increase , at ) respectively 96 h.	Incubation of splenocytes NAc- @DRUG$ ( 0.6 to 1.0 mM ) resulted in changes in intracellular reduced and total @DRUG$ ( 92 % 58 % increase respectively ) at 96 h.	When splenocytes are incubated with NAc- @DRUG$, there is a significant increase in intracellular reduced and total @DRUG$.	0
0	In both the treatment of edema and @DRUG$ an antihypertensive agent, indapamide appears to be comparable to @DRUG$, chlorthalidone and furosemide and seems to have no clinically important advantage over these agents.	indium both the treatment of edema and @DRUG$ an antihypertensive drug federal agent , indapamide appears to be comparable to @DRUG$ , chlorthalidone and furosemide and seems to have no clinically important advantage over these agents .	In over the treatment of edema and @DRUG$ be antihypertensive agent , indapamide appears to an comparable to @DRUG$ , chlorthalidone and furosemide and seems have to no clinically important advantage both these agents .	In both the treatment of edema and @DRUG$ an antihypertensive agent indapamide appears to be comparable @DRUG$ , chlorthalidone and furosemide and seems to have clinically important advantage over agents .	@DRUG$ is comparable to @DRUG$ in the treatment of edema, and it seems to have no clinically important advantage over these agents.	0
1	Cytotoxic effects of @DRUG$ were evident in comparison with the effects of @DRUG$ or meloxicam.	cytotoxic effects of @DRUG$ were evident in comparison with the effects of @DRUG$ or meloxicam .	of effects Cytotoxic @DRUG$ were evident in comparison with the effects of @DRUG$ or meloxicam .	Cytotoxic effects of @DRUG$ were evident in comparison with the effects of @DRUG$ or meloxicam .	Cytotoxic effects of @DRUG$ were more evident than the effects of @DRUG$ or meloxicam .	0
0	The rechallenge-induced cystoid macular edema once again resolved after cessation of @DRUG$ and retreatment with @DRUG$ eye drops.	The rechallenge- induced cystoid macular hydrops once again resolved after cessation of @DRUG$ and retreatment with @DRUG$ eyeball drops .	The rechallenge- induced edema cystoid macular once again resolved after cessation of @DRUG$ and retreatment with @DRUG$ eye drops .	The rechallenge- induced cystoid macular edema once again resolved after cessation of @DRUG$ and retreatment with @DRUG$ drops .	When @DRUG$ is used, it can sometimes cause a condition called cystoid macular edema. This condition can be treated with @DRUG$ eye drops.	0
0	@DRUG$ an electron donor, @DRUG$ is a potent water-soluble antioxidant in humans.	@DRUG$ an negatron donor , @DRUG$ is a potent water - soluble antioxidant in humans .	@DRUG$ an electron donor , @DRUG$ is a potent soluble - water antioxidant in humans .	@DRUG$ an electron donor , @DRUG$ is a potent water soluble antioxidant in humans .	@DRUG$ is an electron donor that helps to protect @DRUG$ from being oxidized and destroyed.	0
0	@DRUG$ in sucrose: safer intravenous @DRUG$ therapy than iron dextrans.	@DRUG$ in sucrose : safe intravenous @DRUG$ therapy than iron dextrans .	@DRUG$ in : sucrose safer intravenous @DRUG$ therapy than iron dextrans .	@DRUG$ in sucrose : safer intravenous @DRUG$ therapy than iron dextrans .	@DRUG$ is safer to use as an intravenous drug than iron dextrans.	1
0	In a comparative study in patients with mild to moderate hypertension, the efficacy and safety of @DRUG$ 30 @DRUG$ od (with an up-titration to 60 mg od after 4 weeks in non-responder patients) was compared with enalapril 20 mg od (with an up-titration to 40 mg od after 4 weeks in nonresponders) during 12 weeks of treatment.	In a comparative degree meditate in patients with mild to moderationist hypertension , the efficacy and safety of @DRUG$ 30 @DRUG$ od ( with an up-titration to 60 atomic number  od after 4 hebdomad in non-responder patients ) was compared with enalapril 20 atomic number  od ( with an up-titration to twoscore atomic number  od after 4 hebdomad in nonresponders ) during 12 hebdomad of treatment .	In a comparative with in 4 after mild to moderate hypertension , up-titration efficacy and safety in @DRUG$ 30 @DRUG$ od ( with an up-titration to 60 mg od after 4 weeks of non-responder patients ) was compared with enalapril 20 mg od ( with an the to 40 mg od study patients weeks in nonresponders ) 12 during weeks of treatment .	In a comparative study in patients mild to moderate hypertension , the and safety of @DRUG$ 30 @DRUG$ od ( with an up-titration to 60 mg od 4 weeks in non-responder patients ) was compared with enalapril 20 od ( with an up-titration to 40 mg od after 4 weeks in nonresponders ) during 12 weeks of treatment .	@DRUG$ is more effective and safer than enalapril in patients with mild to moderate hypertension.	1
1	These data suggest that 4-MAX is a potent @DRUG$ releaser, which decreases tryptophan hydroxylase activity in a manner similar to other @DRUG$-related drugs.	These data evoke that quadruplet - MAX is a potent @DRUG$ releaser , which decreases tryptophan hydroxylase activity in a manner similar to other @DRUG$ - related drugs .	These data suggest that 4 - - is a potent @DRUG$ releaser , to decreases tryptophan hydroxylase activity in a manner similar which other @DRUG$ MAX related drugs .	These data suggest that 4 - a potent @DRUG$ releaser , which decreases tryptophan hydroxylase activity in a manner similar to other @DRUG$ - related drugs .	@DRUG$ is a drug that releases @DRUG$, which in turn decreases the activity of an enzyme that is responsible for producing serotonin.	0
0	In the guinea pig ureter, substance P-(SP) and calcitonin gene-related peptide-(@DRUG$) like immunoreactivity (LI) were depleted by systemic @DRUG$ pretreatment, indicating that they are entirely stored in peripheral endings of primary afferent neurons.	inch the wop pig ureter , substance phosphorus -( SP ) and calcitonin gene-related peptide -( @DRUG$ ) like immunoreactivity ( LI ) were depleted by systemic @DRUG$ pretreatment , indicating that they are entirely stored in peripheral endings of primary sensory nerve neurons .	In the guinea ) ureter , substance P -( gene-related ) and calcitonin SP peptide -( @DRUG$ pig immunoreactivity like ( neurons ) were depleted by systemic @DRUG$ pretreatment , indicating that they are entirely stored in peripheral endings of primary afferent LI .	In the guinea pig ureter , substance P -( SP ) and calcitonin gene-related peptide -( @DRUG$ ) like ( LI ) were depleted by systemic @DRUG$ pretreatment , indicating they are entirely stored in peripheral endings of primary afferent neurons	@DRUG$ is stored in peripheral endings of primary afferent neurons, and @DRUG$ pretreatment depleted SP and calcitonin gene-related peptide (DRUGA) LI in the guinea pig ureter.	0
1	Psychostimulants (e.g. methylphenidate and @DRUG$, which are potent inhibitors of the @DRUG$ transporter) are the first choice medication for ADHD and have a good acute efficacy and safety profile when used for this disorder.	Psychostimulants ( e.g. methylphenidate and @DRUG$ , which are potent inhibitors of the @DRUG$ transporter ) are the get go choice medication for ADHD and have a good acute efficaciousness and safety profile when victimised for this disorder .	Psychostimulants ( , methylphenidate and @DRUG$ e.g. which are potent inhibitors of the @DRUG$ transporter ) are the first when medication for ADHD and have a good acute efficacy and this profile choice used for safety disorder .	Psychostimulants ( methylphenidate and @DRUG$ , which are potent inhibitors of the @DRUG$ transporter ) are the first choice for and have a efficacy and safety profile when used for this disorder .	Methylphenidate (@DRUG$) is a potent inhibitor of the @DRUG$ transporter, and is the first choice medication for ADHD.	0
0	The crystal structure of the active sulfo-form of @DRUG$ @DRUG$ dehydrogenase complexed with TEI-6720 and determined at 2.8-A resolution revealed the inhibitor molecule bound in a long, narrow channel leading to the molybdenum-pterin active site of the enzyme.	The crystal structure of the active sulfo-form of @DRUG$ @DRUG$ dehydrogenase complexed with TEI - 6720 and determined at 2.8- A resolution revealed the inhibitor mote bound in a foresighted , narrow down channel stellar to the molybdenum -pterin active site of the enzyme .	The crystal structure of the determined and of @DRUG$ @DRUG$ dehydrogenase complexed with TEI - 6720 sulfo-form active at 2.8- A resolution revealed the inhibitor molecule leading in a long , narrow channel bound to the molybdenum enzyme active site of the -pterin .	The crystal structure of the active sulfo-form of @DRUG$ @DRUG$ dehydrogenase complexed with TEI - 6720 and determined at 2.8- A revealed the inhibitor molecule bound in long , narrow channel leading to the molybdenum -pterin active site of the enzyme .	The crystal structure of the active sulfo-form of @DRUG$ @DRUG$ dehydrogenase complexed with TEI - 6720 and determined at 2.8- A resolution revealed the inhibitor molecule bound in a long , narrow channel leading to the molybdenum -pterin active	0
1	Significant drug interactions have been demonstrated for aspirin (acetylsalicylic acid), lithium, @DRUG$, methotrexate, @DRUG$, cholestyramine and colestipol.	Significant dose interactions have been demonstrated for aspirin ( acetylsalicylic acid ) , lithium , @DRUG$ , methotrexate sodium , @DRUG$ , cholestyramine and colestipol .	Significant drug interactions have been acetylsalicylic for aspirin ( demonstrated colestipol ) , lithium , @DRUG$ , methotrexate , @DRUG$ , cholestyramine and acid .	Significant drug interactions have demonstrated for aspirin ( acetylsalicylic acid ) , lithium , @DRUG$ , , @DRUG$ , cholestyramine and colestipol	Drug interactions between aspirin and lithium have been shown to be significant, as have those between @DRUG$ and methotrexate. The interactions between cholestyramine and colestipol have also been found to be significant.	1
0	@DRUG$ 300 @DRUG$ was significantly effective than 150 mg on decreasing the total per cent time with pH<4, total time with pH<4 and DeMeester score.	@DRUG$ 300 @DRUG$ was significantly effective than 150 mg on decreasing the total per penny clock with pH<4 , total clock with pH< 4 and DeMeester score .	@DRUG$ pH< @DRUG$ was significantly 4 than 150 mg on decreasing the total per cent time with pH<4 , total time with 300 effective and DeMeester score .	@DRUG$ 300 @DRUG$ was significantly effective than 150 mg decreasing the total per cent time with pH<4 , time with pH< 4 and score .	@DRUG$ 300 @DRUG$ was more effective than 150 mg on decreasing the total per cent time with pH<4, total time with pH< 4 and DeMeester score.	0
1	Drug interactions observed with bosentan DDI studies have demonstrated a potential for significant clinical implications during @DRUG$ management: bosentan is contraindicated with @DRUG$ A and glyburide, and additional monitoring/dose adjustments are required when coadministered with hormonal contraceptives, simvastatin, lopinavir/ritonavir, and rifampicin.	Drug interactions observed with bosentan DDI canvas have demonstrated a potential for significant clinical implications during @DRUG$ management : bosentan is contraindicated with @DRUG$ A and micronase , and extra monitoring / dose adjustments are demand when coadministered with hormonal preventive , simvastatin , lopinavir / ritonavir , and rifampicin .	Drug / observed are bosentan DDI studies have demonstrated a potential for significant clinical implications hormonal @DRUG$ management : bosentan is contraindicated with @DRUG$ A and glyburide , and additional monitoring contraceptives dose adjustments with required when coadministered with during / , simvastatin , lopinavir interactions ritonavir , and rifampicin .	Drug interactions with bosentan DDI studies have demonstrated a potential for significant clinical implications during @DRUG$ management : bosentan is contraindicated with @DRUG$ A and glyburide , and additional monitoring / dose adjustments are required when coadministered with hormonal , simvastatin , lopinavir / , and rifampicin	Drug interactions observed with bosentan DDI studies have demonstrated a potential for significant clinical implications during @DRUG$ management. Bosentan is contraindicated with @DRUG$ A and glyburide, and additional monitoring / dose adjustments are required when coadministered with hormonal contraceptives, simv	0
0	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, @DRUG$, tipranavir and @DRUG$; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , zdv ) was first base described as an inhibitor of human immunodeficiency virus replication , 25 anti-HIV drugs have been formally approved for clinical habituate in the treatment of human immunodeficiency virus infections : seven nucleoside reverse rna polymerase inhibitor ( NRTIs ) : zidovudine , didanosine , ddc , stavudine , tc , abacavir and emtricitabine ; unmatchable nucleotide reverse rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug mannikin : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse rna polymerase inhibitor ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten spot proteinase inhibitor ( PIs ) : saquinavir , norvir , crixivan , viracept , amprenavir , lopinavir , atazanavir , @DRUG$ , tipranavir and @DRUG$ ; unmatchable unification inhibitor ( FI ) : enfuvirtide ; unmatchable co-receptor inhibitor ( CRI ) : maraviroc and unmatchable integrase inhibitor ( INI ) : raltegravir .	Within , years after indinavir ( 3 ' - : - 2',3'- dideoxythymidine , AZT ) was first described clinical an inhibitor of HIV replication , 25 enfuvirtide tenofovir have been formally approved for as use in the treatment anti-HIV of infections : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : ten , ( , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor didanosine NtRTI ) azido ; drugs in its oral prodrug form : ( disoproxil fumarate [ TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; zidovudine protease inhibitors ( PIs ) : saquinavir 25 ritonavir , zidovudine , nelfinavir , amprenavir , lopinavir , atazanavir , @DRUG$ , tipranavir and @DRUG$ ( one fusion inhibitor ( FI HIV : ) ; one co-receptor inhibitor tenofovir ) ) : maraviroc and one integrase inhibitor ( INI CRI : raltegravir .	25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections : nucleoside reverse inhibitors ( NRTIs ) zidovudine , didanosine , zalcitabine , , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its prodrug form : tenofovir disoproxil ( TDF ) ] ; non-nucleoside reverse transcriptase inhibitors NNRTIs ) : nevirapine , delavirdine efavirenz and etravirine ten protease inhibitors PIs ) : saquinavir , ritonavir , , nelfinavir amprenavir , lopinavir , atazanavir , @DRUG$ , tipranavir and @DRUG$ ; one fusion inhibitor ( FI ) : enfuvirtide ; one inhibitor : and one integrase inhibitor INI ) : raltegravir .	There are currently 26 drugs approved for the treatment of HIV infections, 25 of which are anti-HIV drugs and one of which is a co-receptor inhibitor. The 25 anti-HIV drugs are divided into seven nucleoside reverse transcriptase inhibitors (NRTIs), one nucleotide	1
0	The susceptibilities of clinical @DRUG$-intermediate Staphylococcus aureus (VISA), heterogeneous VISA, and laboratory-generated @DRUG$-resistant S. aureus strains to the new oxazolidinone AZD2563 were assessed by agar dilution MIC determination.	The susceptibilities of clinical @DRUG$ - intermediate Staphylococcus aureus ( VISA ) , heterogeneous VISA , and research lab - generated @DRUG$ - resistant S. aureus strains to the young oxazolidinone AZD2563 were assessed by agar dilution MIC purpose .	by susceptibilities of laboratory @DRUG$ - intermediate Staphylococcus aureus ( VISA ) , heterogeneous VISA , and AZD2563 - generated @DRUG$ - resistant S. aureus strains to the new oxazolidinone clinical were assessed The agar dilution MIC determination .	The susceptibilities of clinical @DRUG$ - intermediate Staphylococcus aureus ( VISA ) , heterogeneous VISA , and laboratory generated @DRUG$ - resistant S. aureus strains to the AZD2563 assessed agar dilution MIC .	The susceptibilities of clinical @DRUG$ - intermediate Staphylococcus aureus ( VISA ) , heterogeneous VISA , and laboratory - generated @DRUG$ - resistant S. aureus strains to the new oxazolidinone AZD2563 were assessed by agar	0
1	At present, in addition to @DRUG$ and vardenafil, there are three other drugs, @DRUG$, avanafil and mirodenafil, marketed in some countries which appear to be promising.	At introduce , in addition to @DRUG$ and vardenafil , there are  other drugs , @DRUG$ , avanafil and mirodenafil , commercialize in some countries which appear to be promising .	At present to in addition , @DRUG$ and vardenafil to there are marketed other drugs , @DRUG$ , avanafil and mirodenafil , three in some countries which appear , be promising .	At present , in addition to @DRUG$ and vardenafil , there are three other drugs , @DRUG$ , avanafil and mirodenafil , marketed in some countries which appear to be promising	At present, there are four drugs marketed in some countries which appear to be promising: @DRUG$, vardenafil, avanafil, and mirodenafil.	1
0	Sows were assigned by random allotment to one of the following treatments on Day 112 of gestation: Group A, control (0 @DRUG$ luprostiol); Group B (1.88 mg luprostiol); Group C (3.75 mg luprostiol); Group @DRUG$ (7.5 mg luprostiol); Group E (15 mg luprostiol); Group F (10 mg lutalyse).	seed were portion by random allotment to one of the following discourse on Day 112 of gestation : Group A , control ( 0 @DRUG$ luprostiol ) ; Group bel ( 1.88 mg luprostiol ) ; Group C ( 3.75 mg luprostiol ) ; Group @DRUG$ ( 7.5 mg luprostiol ) ; Group east ( 15 mg luprostiol ) ; Group fluorine ( 10 mg lutalyse ) .	Sows were assigned to random allotment ) one of the following treatments on Day 112 of gestation : Group A , control ( 0 @DRUG$ luprostiol ) ; Group B ( 1.88 mg luprostiol ) ; Group C ( 3.75 15 luprostiol mg ; Group @DRUG$ ( 7.5 mg luprostiol ) ; Group E ( luprostiol mg mg ) ; Group F ( 10 by lutalyse ) .	Sows were assigned by random allotment to one of the following treatments on of gestation : Group A , control 0 @DRUG$ luprostiol ) ; Group B ( 1.88 mg luprostiol ) ; Group C ( 3.75 mg luprostiol ) ; Group @DRUG$ ( 7.5 mg luprostiol ) ; Group E ( mg luprostiol ) ; Group F ( 10 mg lutalyse ) .	Group A, control (0 @DRUG$ luprostiol); Group B (1.88 mg luprostiol); Group C (3.75 mg luprostiol); Group @DRUG$ (7.5 mg luprostiol); Group E (15 mg luprost	0
1	The addition of M40403 to @DRUG$-treated cultures significantly increased OHC and IHC survival in a dose-dependent manner, whereas M40403 failed to protect hair cells in @DRUG$-treated cultures at any dose.	The addition of M40403 to @DRUG$ - treated cultures importantly increased OHC and IHC selection in a dose-dependent manner , whereas M40403 failed to protect hair cells in @DRUG$ - treated cultures at any battery acid .	The addition of M40403 at @DRUG$ - treated cultures significantly increased OHC and whereas survival manner a dose-dependent in , IHC M40403 failed to protect hair cells in @DRUG$ - treated cultures to any dose .	The addition of M40403 to @DRUG$ - treated cultures increased OHC and IHC survival in a dose-dependent , whereas M40403 failed protect hair cells in @DRUG$ - treated cultures at any dose .	M40403 significantly increased OHC and IHC survival in a dose-dependent manner when added to @DRUG$-treated cultures, but failed to protect hair cells in @DRUG$-treated cultures at any dose.	0
0	Two of these metabolites have been positively identified @DRUG$ N-desmethyltamoxifen (X) and a side-chain primary @DRUG$ (Y).	 of these metabolites have been positively identified @DRUG$ N-desmethyltamoxifen ( X ) and a side-chain elementary @DRUG$ ( Y ) .	Two been these metabolites have positively of identified @DRUG$ N-desmethyltamoxifen ( X ) and a side-chain primary @DRUG$ ( Y ) .	Two of these metabolites have been positively @DRUG$ N-desmethyltamoxifen ( X ) and a side-chain @DRUG$ ( Y ) .	@DRUG$ is the primary metabolite of tamoxifen, and @DRUG$ is a side-chain primary metabolite.	0
0	PURPOSE: To evaluate the impact of alanyl-@DRUG$ (Ala-Gln)-supplemented parenteral nutrition (PN) on clinical safety, nitrogen @DRUG$, intestinal permeability, and clinical outcome in postoperative patients.	intent : To valuate the impact of alanyl - @DRUG$ ( Ala - Gln ) - add on parenteral nutrition ( PN ) on clinical safety , nitrogen @DRUG$ , intestinal permeability , and clinical outcome in postoperative patients .	PURPOSE : To evaluate the impact of alanyl - @DRUG$ ( Ala - PN ) - supplemented parenteral nutrition ( Gln ) and clinical safety , nitrogen @DRUG$ , intestinal permeability , clinical on outcome in postoperative patients .	PURPOSE : To evaluate the impact of alanyl - @DRUG$ ( Ala - Gln - supplemented parenteral nutrition ( PN on clinical safety , nitrogen @DRUG$ intestinal permeability , and clinical outcome in postoperative patients .	The purpose of this study was to evaluate the impact of alanyl-@DRUG$ (Ala-Gln) supplemented parenteral nutrition on clinical safety, nitrogen @DRUG$, intestinal permeability, and clinical outcome in postoperative patients.	0
0	Methylphenidate metabolism, measured as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and as l-methylphenidate AUCinf to @DRUG$-@DRUG$ AUCinf, was similar for the three dose groups, indicating that methylphenidate metabolism was not affected by increasing dose.	methylphenidate metabolism , metric as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and as l-methylphenidate AUCinf to @DRUG$ - @DRUG$ AUCinf , was standardised for the three dose groups , indicating that methylphenidate metabolism was not bear on by increasing dose .	Methylphenidate metabolism , measured as the ratio of and AUCinf to d-PPA AUCinf d-methylphenidate as l-methylphenidate AUCinf dose @DRUG$ - @DRUG$ AUCinf , similar was for the affected to groups , indicating that methylphenidate metabolism was not three by increasing dose .	Methylphenidate metabolism , measured as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and as l-methylphenidate AUCinf to @DRUG$ - @DRUG$ AUCinf , similar for the three dose groups , indicating that was .	Methylphenidate metabolism was not affected by increasing dose.	1
1	Plasma protein binding is variable with valproate (90%), clobazam (85%) and clonazepam (86%) showing substantial binding, lamotrigine (55%) and @DRUG$ (50%) intermediate binding, and @DRUG$ (0%), ethosuximide (0%) and topiramate (10%) being minimally bound.	Plasma protein binding is variable star with valproate ( 90 % ) , clobazam ( lxxxv % ) and clonazepam ( 86 % ) render substantial binding , lamotrigine ( fifty five % ) and @DRUG$ (  % ) average binding , and @DRUG$ ( 0 % ) , ethosuximide ( 0 % ) and topiramate ( 10 % ) being minimally bound .	Plasma with binding is variable protein valproate ( 90 % ) , clobazam ( 85 % ) and clonazepam ( ) % being showing ) binding , lamotrigine % 55 % ) and @DRUG$ ( 50 ) ) intermediate binding , and @DRUG$ ( 0 % ) , ethosuximide ( 0 % 86 and topiramate ( 10 % substantial ( minimally bound .	Plasma protein binding is variable with valproate ( 90 % ) , clobazam ( 85 % ) and clonazepam ( 86 % substantial binding , lamotrigine ( 55 % ) and @DRUG$ ( 50 % ) binding , and @DRUG$ ( 0 % ) , ethosuximide ( 0 % ) and topiramate ( 10 % being minimally bound .	@DRUG$ is minimally bound to plasma proteins, while @DRUG$ is not bound at all.	0
0	Guidelines for Fab fragment administration in children include (i) dilution to a final Fab concentration of 10 g/@DRUG$ in either 5% (w/v) @DRUG$ or 0.9% (w/v) sodium chloride; (ii) infusion through a 0.22 microm filter; (iii) administration of the total dose over a minimum of 30 minutes; and (iv) avoiding coadministration of other drugs and/or electrolyte solutions.	guideline for fabulous fragment administration in children include ( i ) dilution to a final examination fabulous absorption of 10 g/@DRUG$ in either 5 % ( w/ v ) @DRUG$ or 0.9 % ( w/v ) sodium chloride ; ( ii ) infusion through a 0.22 microm filter ; ( tercet ) administration of the total dose over a minimal of 30 bit ; and ( iv ) avoiding coadministration of other drugs and / or electrolyte solutions .	i for Fab fragment iv in either include ( Guidelines ) dilution to of final Fab concentration of 10 g/@DRUG$ dose children 5 % ( w/ v ) @DRUG$ or 0.9 % ( w/v ) sodium chloride ; ( ii ) infusion through a 0.22 ( filter ; microm iii ) administration of the total in over a minimum of 30 minutes ; and solutions administration ) avoiding coadministration a other drugs and / or electrolyte ( .	Guidelines for Fab fragment administration in children include ( i ) dilution to a final Fab concentration 10 g/@DRUG$ in either 5 % ( w/ v @DRUG$ or 0.9 % ( w/v ) sodium chloride ; ii through a 0.22 microm filter ( iii ) administration of the total dose over a minimum of 30 minutes ; and ( iv ) avoiding coadministration of other drugs and / or electrolyte solutions .	Guidelines for Fab fragment administration in children include ( i ) dilution to a final Fab concentration of 10 g/@DRUG$ in either 5 % ( w/ v ) @DRUG$ or 0.9 % ( w/v ) sodium chloride ; ( ii ) infusion through a 0.22	0
1	RESULTS: Of the 31 antipsychotics examined, the older traditional antipsychotics such as trifluperazine, pimozide, @DRUG$, fluphenazine, haloperidol, and flupenthixol bind more tightly than dopamine itself to the dopamine D2 receptor, with dissociation constants that are lower than that for @DRUG$.	outcome : Of the 31 antipsychotics analyse , the older traditional antipsychotics such as trifluperazine , pimozide , @DRUG$ , fluphenazine , haldol , and flupenthixol bind more tightly than dopamine itself to the dopamine D2 receptor , with disassociation constants that are lower than that for @DRUG$ .	RESULTS : Of the 31 antipsychotics examined , the dissociation traditional antipsychotics such as trifluperazine , than , @DRUG$ , fluphenazine , haloperidol older and flupenthixol bind more tightly pimozide dopamine itself than the dopamine D2 receptor , with , constants that are lower to that for @DRUG$ .	: Of the 31 antipsychotics examined , the older traditional antipsychotics such as trifluperazine , pimozide , @DRUG$ , fluphenazine , haloperidol , and flupenthixol bind more tightly than dopamine to the dopamine D2 receptor , with dissociation constants are lower than that for @DRUG$ .	The older traditional antipsychotics such as trifluperazine, pimozide, @DRUG$, fluphenazine, haloperidol, and flupenthixol bind more tightly than dopamine itself to the dopamine D2 receptor, with dissociation constants that are lower than that	1
0	Ocaperidone completely blocked the dopamine agonist behavior at slightly higher doses (0.064 mg/kg) and was, thereby, more potent and efficacious than @DRUG$ (0.097-0.13 @DRUG$/kg) and risperidone (0.59-1.17 mg/kg).	Ocaperidone completely blocked the intropin agonist behavior at slightly high doses ( 0.064 magnesium / kilo ) and was , thereby , more potent and efficacious than @DRUG$ ( 0.097-0.13 @DRUG$ / kilo ) and risperidone ( 0.59 - 1.17 magnesium / kilo ) .	Ocaperidone completely blocked potent dopamine agonist behavior at slightly 0.097-0.13 doses ( 0.064 mg / kg 1.17 and was , thereby , more the and efficacious than @DRUG$ ( higher @DRUG$ / kg ) and risperidone ( 0.59 ) - mg / kg ) .	Ocaperidone completely blocked the dopamine agonist behavior at slightly higher doses ( mg / kg ) and was , thereby more potent and efficacious than @DRUG$ ( 0.097-0.13 @DRUG$ / ) and risperidone ( 0.59 - mg / kg ) .	Ocaperidone completely blocked the dopamine agonist behavior at slightly higher doses ( 0.064 mg / kg ) and was more potent and efficacious than @DRUG$ ( 0.097-0.13 @DRUG$ / kg ) and risperidone ( 0.59	0
0	The maximum serum concentration (Cmax) after intramuscular and oral administration were 1.03 and 0.55 mu/ml for @DRUG$ and 2.92 and 1.24 mu/ml for @DRUG$ attained at 0.8 and 2.43 and 0.55 and 1.27 hours for danofloxacin and ciprofloxacin respectively.	The maximum blood serum concentration ( Cmax ) after intramuscular and oral administration were 1.03 and 0.55 mu / ml for @DRUG$ and 2.92 and 1.24 mu / ml for @DRUG$ chance on at 0.8 and 2.43 and 0.55 and 1.27 hr for danofloxacin and cipro respectively .	The for serum ml ( Cmax ) after intramuscular and oral administration were 1.03 and and mu / respectively for @DRUG$ and 2.92 and 1.24 mu / ml maximum @DRUG$ attained at 0.8 0.55 2.43 and 0.55 and 1.27 hours for danofloxacin and ciprofloxacin concentration .	The maximum serum concentration ( Cmax ) intramuscular and oral administration were 1.03 and 0.55 mu / ml @DRUG$ and 2.92 and 1.24 mu / ml for @DRUG$ attained at 0.8 and 2.43 and 0.55 and 1.27 hours danofloxacin and ciprofloxacin respectively .	The maximum serum concentration ( Cmax ) after intramuscular and oral administration were 1.03 and 0.55 mu / ml for @DRUG$ and 2.92 and 1.24 mu / ml for @DRUG$ attained at 0.8 and 2.43 and 0.55 and	0
0	Counterirritants such @DRUG$ l-menthol, methyl salicylate, camphor, @DRUG$ and capsaicin are widely used in the treatment of mild pains and itches by topical application.	counterirritant such @DRUG$ l-menthol , methyl salicylate , camphor , @DRUG$ and capsaicin are widely used in the treatment of mild pains and scratch by topical application .	Counterirritants used @DRUG$ l-menthol itches methyl salicylate , camphor , @DRUG$ and capsaicin are widely such in the treatment of mild pains and , by topical application .	Counterirritants such @DRUG$ l-menthol methyl , camphor , @DRUG$ capsaicin are widely the treatment of mild pains and itches by application .	Counterirritants such as l-menthol, methyl salicylate, camphor, capsaicin are widely used in the treatment of mild pains and itches by topical application.	1
0	The Michaelis-Menten parameters Vmax and KM,app for norethisterone, @DRUG$, gestodene, desogestrel, 3-keto-desogestrel, norgestimate, and @DRUG$ were determined in in vitro incubations with human liver microsomes.	The Michaelis-Menten parameters Vmax and KM , app for norethisterone , @DRUG$ , gestodene , desogestrel , leash - keto- desogestrel , norgestimate , and @DRUG$ were determined in in vitro incubations with homo liver colored microsomes .	The Michaelis-Menten parameters Vmax and KM , app for norethisterone , @DRUG$ , determined , , , 3 - keto- desogestrel , norgestimate desogestrel and @DRUG$ were vitro in in gestodene incubations with human liver microsomes .	The parameters Vmax and KM , for norethisterone , @DRUG$ , gestodene , desogestrel 3 - keto- desogestrel , norgestimate , and @DRUG$ were determined in in vitro incubations with human liver microsomes .	The maximum velocity (Vmax) and the Michaelis-Menten constant (KM) of norethisterone, @DRUG$, gestodene, desogestrel, 3-keto-desogestrel, norgestimate, and @DRUG$ were	0
0	Comparison of lufenuron and @DRUG$ versus @DRUG$ for integrated flea control.	Comparison of lufenuron and @DRUG$ versus @DRUG$ for integrate flea control .	Comparison of lufenuron and @DRUG$ integrated @DRUG$ for versus flea control .	Comparison of lufenuron and @DRUG$ versus @DRUG$ for integrated flea control .	Lufenuron is a drug that is used to control fleas. It is compared to another drug, @DRUG$, for its effectiveness in controlling fleas.	1
0	When IM was combined with @DRUG$ at 10 and 25 @DRUG$/kg in the KBM5 xenograft model, a further increase in life span was observed and some mice achieved long-term survival.	When IM was combined with @DRUG$ at 10 and 25 @DRUG$ / kg in the KBM5 xenograft manakin , a further growth in life yoke was observed and some mice achieved long-term survival .	was IM KBM5 combined with @DRUG$ at 10 and 25 @DRUG$ / kg in mice When xenograft model , a further increase in life span was observed and some the achieved long-term survival .	When IM was combined with @DRUG$ at 10 and 25 @DRUG$ / kg in the KBM5 xenograft model , a increase in life span was observed some mice achieved long-term survival .	When @DRUG$ is combined with @DRUG$ at 10 and 25 DRUGB / kg in the KBM5 xenograft model , a further increase in life span is observed and some mice achieved long-term survival .	0
0	Results Thirty-seven patients were treated with 2 to 16 @DRUG$/kg of @DRUG$.	answer Thirty - seven patients were treated with 2 to 16 @DRUG$ / kg of @DRUG$ .	Results Thirty @DRUG$ seven patients were treated with 2 to 16 @DRUG$ / kg of - .	Results Thirty - patients were treated with 2 to 16 / kg of @DRUG$ .	For every @DRUG$ administered, there was an average of @DRUG$ administered.	0
1	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (@DRUG$, teprotumumab, enfortumab vedotin, isatuximab, [fam-]trastuzumab deruxtecan, inebilizumab, leronlimab, @DRUG$, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	At this fourth dimension , a full of 5 fresh antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) had been given a number one blessing in either the US or EU , and marketing applications for  fresh antibody therapeutics ( @DRUG$ , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , leronlimab , @DRUG$ , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergo review in these region , which represent the major markets for antibody therapeutics .	At this deruxtecan , represent total of 5 novel antibody therapeutics ( romosozumab major risankizumab , polatuzumab vedotin , , , and crizanlizumab the had been granted a first approval in either ) US or EU , and marketing , for 13 novel antibody therapeutics ( @DRUG$ brolucizumab teprotumumab , enfortumab vedotin , isatuximab leronlimab [ fam - ] trastuzumab review , inebilizumab , , applications @DRUG$ , satralizumab , narsoplimab a tafasitamab , REGNEB3 and naxituximab ) were undergoing time in these regions , which , the , markets for antibody therapeutics .	At this time , a total of 5 novel therapeutics ( romosozumab , risankizumab , polatuzumab vedotin brolucizumab , and crizanlizumab ) had been granted approval in either the US or EU and marketing for 13 novel antibody therapeutics ( @DRUG$ , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , , @DRUG$ , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) undergoing in these regions , which represent the major for antibody therapeutics	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US	1
1	Of these, 116 patients were administered bevacizumab 5 @DRUG$/kg intravenously every 2 weeks with folinic acid, fluorouracil, and @DRUG$ regimen.	Of these , 116 patient role were administered bevacizumab 5 @DRUG$ / kg intravenously every 2 calendar week with folinic acid , fluorouracil , and @DRUG$ regimen .	Of these , 116 patients were administered bevacizumab 5 @DRUG$ weeks kg intravenously every 2 / with folinic acid , fluorouracil , and @DRUG$ regimen .	these , 116 patients administered bevacizumab 5 @DRUG$ / kg intravenously every 2 weeks folinic acid , fluorouracil , and @DRUG$ regimen	116 patients were administered bevacizumab 5 @DRUG$ / kg intravenously every 2 weeks with folinic acid , fluorouracil , and @DRUG$ regimen .	0
0	MPA depletes @DRUG$ and decreases the production of @DRUG$ by inducible NO synthase without affecting the activity of constitutive NO synthases.	MPA depletes @DRUG$ and decreases the production of @DRUG$ by inducible NO synthase without touch on the bodily process of constitutive NO synthases .	synthases depletes @DRUG$ and decreases the production of @DRUG$ by MPA NO synthase without affecting the activity of constitutive NO inducible .	MPA depletes @DRUG$ and decreases the production of @DRUG$ by inducible NO synthase without affecting activity of constitutive NO synthases .	MPA decreases the production of @DRUG$ by inducible NO synthase without affecting the activity of constitutive NO synthases .	1
1	Here we describe the influence of the P-glycoprotein (P-gp) inhibitor @DRUG$, on the disposition of @DRUG$ and MHD enantiomers, both of which are P-gp substrates.	here we describe the influence of the P-glycoprotein ( P- general practitioner ) inhibitor @DRUG$ , on the disposition of @DRUG$ and MHD enantiomers , both of which are P- general practitioner substrate .	Here we describe P- influence of the P-glycoprotein ( P- of ) inhibitor @DRUG$ , on the disposition gp @DRUG$ and of enantiomers , both MHD which are the gp substrates .	Here we describe the influence of the P-glycoprotein ( P- gp ) inhibitor @DRUG$ , on the disposition of @DRUG$ MHD enantiomers , which are P- gp substrates .	@DRUG$ inhibits the activity of the P-glycoprotein (P-gp) enzyme, which in turn affects the way @DRUG$ and MHD enantiomers are disposed.	0
1	Drugs approved in Europe but not in the United States include sulfonamide and trimethoprim combinations, nafcillin, oxacillin, metampicillin, cephoxazole, cephalonium, cephacetrile, cephalexin, @DRUG$, rifamycin SV, nifuroquine, tiamulin, chloramphenicol, colistin, and @DRUG$. Pharmacologic and clinical features of several of these drugs are briefly described.	Drugs approve in Europe but not in the join States include sulfonamide and trimethoprim combinations , nafcillin , oxacillin , metampicillin , cephoxazole , cephalonium , cephacetrile , keflex , @DRUG$ , rifamycin SV , nifuroquine , tiamulin , chloramphenicol , colistin , and @DRUG$ . Pharmacologic and clinical features of several of these drugs are shortly discover .	these approved in Europe , not , the United States include sulfonamide and trimethoprim combinations , several , oxacillin , metampicillin in cephoxazole , cephalonium , cephacetrile , , , @DRUG$ , rifamycin SV but nifuroquine , tiamulin , chloramphenicol cephalexin colistin , and @DRUG$ . Pharmacologic and clinical features of nafcillin of Drugs drugs are briefly described .	approved Europe but not in the include sulfonamide and trimethoprim combinations , , , , cephoxazole , cephalonium , cephacetrile , cephalexin , @DRUG$ rifamycin SV , nifuroquine , tiamulin , chloramphenicol , colistin , and @DRUG$ . Pharmacologic and clinical features of several of these drugs are briefly described .	Drugs that are approved in Europe but not in the United States include sulfonamide and trimethoprim combinations, nafcillin, oxacillin, metampicillin, cephoxazole, cephalonium, cephacetrile, cephalex	1
0	Results showed that some of the precipitated withdrawal signs were dose-dependently suppressed by repeated injections of @DRUG$ at 8 and 16 @DRUG$/kg, i.p. or 100 microg, i.c.v. Dose-dependent suppression was observed by repeated microinjections (0.4-10 microg) of ketamine to NAc, but not to amygdala.	Results showed that some of the precipitated withdrawal signs were dose-dependently suppressed by replicate injections of @DRUG$ at 8 and 16 @DRUG$ / kg , i.p. or hundred microg , i.c.v. Dose-dependent suppression was keep by replicate microinjections ( 0.4 - x microg ) of ketamine to nac , but not to amygdala .	i.p. showed that some of the precipitated withdrawal 10 were dose-dependently suppressed by repeated injections of @DRUG$ at 8 and 16 @DRUG$ microg kg , Results or 100 microg , i.c.v. Dose-dependent suppression was observed by repeated / ( 0.4 - microinjections signs ) of ketamine to NAc , but not to amygdala .	Results showed that some of the precipitated withdrawal signs were dose-dependently suppressed by repeated injections of @DRUG$ at 8 and 16 @DRUG$ / , i.p. microg , i.c.v. Dose-dependent was observed by repeated microinjections ( 0.4 - 10 microg ) of ketamine to , but not to amygdala .	Repeated injections of @DRUG$ at 8 and 16 @DRUG$ / kg , i.p. or 100 microg , i.c.v. dose-dependently suppressed withdrawal signs.	0
0	Seven wood bison received 1.5 mg/kg body weight (BW) of xylazine HCl + 1.5 mg/kg BW of @DRUG$ HCl and 1.5 @DRUG$/kg BW of tiletamine HCl on one occasion.	Seven woodwind bison obtain 1.5 mg / kilo body weight ( BW ) of xylazine HCl + 1.5 mg / kilo BW of @DRUG$ HCl and 1.5 @DRUG$ / kilo BW of tiletamine HCl on one occasion .	kg wood bison received 1.5 + / kg body weight ( BW ) of mg HCl xylazine 1.5 mg / Seven BW of @DRUG$ HCl and 1.5 @DRUG$ / kg BW of tiletamine HCl on one occasion .	Seven wood bison 1.5 mg / kg body weight ( BW ) of xylazine HCl + 1.5 mg / BW of @DRUG$ HCl and 1.5 @DRUG$ / kg BW of tiletamine HCl on one occasion .	For every 1.5 mg / kg of xylazine HCl given, 1.5 mg / kg of @DRUG$ HCl must also be given.	1
0	@DRUG$ is used to terminate pregnancy, and @DRUG$ such is commercially available in many countries.	@DRUG$ is used to terminate pregnancy , and @DRUG$ such is commercially available in many rural area .	@DRUG$ is used to countries pregnancy , and @DRUG$ such is commercially available in many terminate .	@DRUG$ used to terminate pregnancy , and @DRUG$ such is commercially available in many countries .	@DRUG$ is used to terminate pregnancy, and @DRUG$ is a drug that is commercially available in many countries.	0
0	At 6 and 24 h postoperatively IOP was lower in both travoprost and brinzolamide group when compared to control group (P = 0.018 and 0.015 at 6 h, @DRUG$ = 0.010 and 0.007 at 24 h between travoprost and @DRUG$ group was not significant (P = 0.744 at 6 h and P = 0.672 at 24 h).	at 6 and 24 h postoperatively intraocular pressure was low in both travoprost and brinzolamide group when liken to control group ( p = 0.018 and 0.015 at 6 h , @DRUG$ = 0.010 and 0.007 at 24 h between travoprost and @DRUG$ group was not substantial ( p = 0.744 at 6 h and p = 0.672 at 24 h ) .	At 6 and h h postoperatively 24 was lower in both 6 and brinzolamide group when at to control group ( P = 0.018 and 0.015 at 6 24 , @DRUG$ = 0.010 and P at IOP h between travoprost and @DRUG$ group was not significant h P = 0.744 at travoprost h and 0.007 = 0.672 compared 24 ( ) .	At and 24 h postoperatively was lower in both travoprost and brinzolamide group when compared to control group ( P = 0.018 and 0.015 at 6 h , @DRUG$ = and 0.007 at 24 h between travoprost and @DRUG$ group was not significant ( P = at 6 h P = 0.672 at 24 h ) .	IOP was lower in both travoprost and brinzolamide group when compared to control group.	1
0	The kinetics parameters after administration of multiple dosages of 4 @DRUG$ of @DRUG$ over 29 days do not account for accumulation of or enzyme induction by molsidomine.	The kinetics parameters after establishment of multiple dosages of 4 @DRUG$ of @DRUG$ over 29 years do not account for accumulation of or enzyme induction by molsidomine .	The of parameters after administration of multiple dosages induction 4 @DRUG$ of @DRUG$ over 29 days do not account for accumulation of or enzyme kinetics by molsidomine .	The kinetics parameters after of multiple dosages of 4 @DRUG$ of @DRUG$ over days do not account for accumulation of or enzyme induction by molsidomine .	The kinetics parameters after administration of multiple dosages of 4 @DRUG$ of @DRUG$ over 29 days do not account for accumulation of or enzyme induction by molsidomine .	0
0	Specifically, emphasis was on enantiomeric interconversion into S-apomorphine and on the formation of apocodeine and isoapocodeine, since these metabolites may interfere with the pharmacodynamics of @DRUG$-@DRUG$.	specifically , vehemence was on enantiomeric interconversion into S-apomorphine and on the constitution of apocodeine and isoapocodeine , since these metabolites may interfere with the pharmacodynamics of @DRUG$ - @DRUG$ .	of , pharmacodynamics was on enantiomeric interconversion into S-apomorphine and on the formation of apocodeine and isoapocodeine , since these - may interfere with the emphasis Specifically @DRUG$ metabolites @DRUG$ .	Specifically , was on enantiomeric interconversion into S-apomorphine and on the of apocodeine and isoapocodeine , since these metabolites may interfere with the pharmacodynamics of @DRUG$ - @DRUG$ .	@DRUG$ and @DRUG$ are related in that DRUGA can be converted into DRUGB, and vice versa. Additionally, there are metabolites of DRUGA and DRUGB that can interfere with the pharmacodynamics of the drugs.	0
0	Gas-liquid chromatographic determination of @DRUG$ and its @DRUG$ analog in tissues of reindeer and cattle.	Gas-liquid chromatographic determination of @DRUG$ and its @DRUG$ analog in tissues of reindeer and bos taurus .	Gas-liquid chromatographic its of @DRUG$ and determination @DRUG$ analog in tissues of reindeer and cattle .	Gas-liquid chromatographic determination @DRUG$ its @DRUG$ analog in tissues of reindeer and cattle .	Gas-liquid chromatography is used to determine the presence of @DRUG$ and its @DRUG$ analog in tissues from reindeer and cattle.	0
0	Each test meal was fortified with 5 @DRUG$ Fe @DRUG$ ferrous sulfate or micronised, dispersible ferric pyrophosphate.	Each examination meal was fortified with 5 @DRUG$ Fe @DRUG$ ferrous sulfate or micronised , dispersible ferric pyrophosphate .	or test meal was fortified with 5 @DRUG$ Fe @DRUG$ ferrous sulfate Each micronised , dispersible ferric pyrophosphate .	Each test meal fortified with @DRUG$ Fe @DRUG$ ferrous sulfate or micronised , dispersible ferric pyrophosphate .	Each test meal was fortified with 5 milligrams of @DRUG$ Fe @DRUG$ ferrous sulfate or micronised , dispersible ferric pyrophosphate .	0
0	In particular, long-term treatment with antagonists at @DRUG$ (@DRUG$) and serotonin (5-hydroxytryptamine; 5-HT) receptors and agonists at glutamate receptors may improve symptoms.	In specific , long- term treatment with antagonists at @DRUG$ ( @DRUG$ ) and serotonin ( 5- hydroxytryptamine ; 5 - HT ) sensory receptor and agonists at glutamate sensory receptor may meliorate symptoms .	In particular , long- term antagonists with treatment at @DRUG$ ( @DRUG$ ) and serotonin ( 5- hydroxytryptamine - 5 ; HT ) symptoms and agonists at glutamate receptors may improve receptors .	In particular , long- term treatment antagonists at @DRUG$ ( @DRUG$ ) serotonin ( 5- hydroxytryptamine ; 5 - HT ) receptors and at glutamate receptors may improve symptoms .	Long-term treatment with antagonists at @DRUG$ (@DRUG$) and serotonin (5-hydroxytryptamine; 5-HT) receptors and agonists at glutamate receptors may improve symptoms.	0
0	In vitro midecamycin acetate was shown to have broad spectrum of antibacterial activities similar to those of other macrolides (@DRUG$, josamycin, 9-propionyl @DRUG$ and 2'-ethylsuccinyl erythromycin), which include Gram-positive organisms, a part of Gram-negative organisms and anaerobes.	In vitro midecamycin ethanoate was shown to have across the board spectrum of antibacterial activities like to those of other macrolides ( @DRUG$ , josamycin , 9 - propionyl @DRUG$ and 2 ' - ethylsuccinyl erythromycin ) , which admit Gram-positive organisms , a part of Gram-negative organisms and anaerobes .	In vitro midecamycin acetate was shown to have broad erythromycin Gram-positive antibacterial activities similar to macrolides of other those ( @DRUG$ , josamycin , 9 - propionyl @DRUG$ and spectrum ' - ethylsuccinyl 2 ) , which include of organisms , a part of Gram-negative organisms and anaerobes .	In vitro midecamycin acetate was shown have broad of antibacterial activities similar to those of other macrolides ( @DRUG$ , - propionyl @DRUG$ and 2 ' - erythromycin ) , which Gram-positive organisms , a part of Gram-negative organisms anaerobes .	@DRUG$ is similar to other macrolides (@DRUG$) in terms of its antibacterial activities. This includes Gram-positive organisms, a part of Gram-negative organisms, and anaerobes.	0
0	CONCLUSIONS: Entacapone should be considered as add-on treatment to @DRUG$/@DRUG$ in Parkinson's disease patients with end-of-dose wearing-off effect.	finale : Entacapone should be considered as add - on treatment to @DRUG$ / @DRUG$ in Parkinson 's disease patients with end-of- dose wearing - off outcome .	CONCLUSIONS : 's should be considered as add - on treatment to @DRUG$ / @DRUG$ in Parkinson Entacapone disease patients end-of- with dose wearing - off effect .	CONCLUSIONS : Entacapone should be considered as add - on treatment to @DRUG$ / @DRUG$ in Parkinson 's disease patients with end-of- dose wearing - off effect .	Entacapone should be considered as an add-on treatment to @DRUG$/@DRUG$ in Parkinson's disease patients with end-of-dose wearing-off effect.	0
0	In in vitro experiments, human plasma was separately spiked with a mixture of edaravone and taurine, @DRUG$ or @DRUG$ alone.	In in vitro experiments , human being plasma was separately spiked with a mixture of edaravone and taurine , @DRUG$ or @DRUG$ unequaled .	In in experiments vitro , human or was separately spiked with a mixture of edaravone and taurine , @DRUG$ plasma @DRUG$ alone .	In in vitro experiments , human plasma was separately spiked with a mixture of edaravone and taurine , @DRUG$ or @DRUG$ alone .	In experiments using human blood plasma, the presence of edaravone (@DRUG$) caused an increase in the level of taurine (@DRUG$).	0
0	The differences between the two doses at this time were statistically significant (@DRUG$ less than 0.05), @DRUG$ were the increases in serum urate observed at 4, 8 and 24 weeks (p less than 0.05).	The differences between the two doses at this time were statistically significant ( @DRUG$ less than 0.05 ) , @DRUG$ were the increases in serum urate detect at  , octad and 24 weeks ( phosphorus less than 0.05 ) .	The differences between at two doses at than time were statistically significant ( @DRUG$ less , 0.05 0.05 this @DRUG$ were the increases in serum urate observed the 4 , 8 and 24 weeks ( p less than ) ) .	The differences between the two doses at this time were statistically significant ( @DRUG$ than 0.05 ) , @DRUG$ were the increases in observed at 4 , 8 and weeks ( p less than 0.05 ) .	@DRUG$ is less than 0.05 times as potent as @DRUG$.	0
0	Cyclooxygenase-2 inhibitor @DRUG$ [4-[5-(4-chlorophenyl)-3-(trifluoromethyl)-1-pyrazol-1-@DRUG$] benzenesulfonamide] suppresses nuclear factor-kappaB activation and phosphorylation of p38 mitogen-activated protein kinase, extracellular signal-regulated kinase, and c-Jun N-terminal kinase in human mast cell line cells.	Cyclooxygenase - two inhibitor @DRUG$ [ 4 -[ 5-( 4-chlorophenyl ) -3-(trifluoromethyl ) -1-pyrazol-1-@DRUG$ ] benzenesulfonamide ] suppresses nuclear factor-kappaB activation and phosphorylation of p38 mitogen - activated protein kinase , extracellular signalize - regulated kinase , and c- Jun N-terminal kinase in human mast jail cell line cadre .	-[ - 2 inhibitor @DRUG$ [ 4 Cyclooxygenase 5-( 4-chlorophenyl ) -3-(trifluoromethyl ) -1-pyrazol-1-@DRUG$ and benzenesulfonamide ] suppresses nuclear factor-kappaB activation protein phosphorylation of p38 mitogen - activated ] kinase , extracellular human - regulated kinase , and c- Jun N-terminal kinase in signal mast cell line cells .	Cyclooxygenase - 2 inhibitor @DRUG$ [ 4 -[ 5-( 4-chlorophenyl ) -3-(trifluoromethyl ) -1-pyrazol-1-@DRUG$ ] benzenesulfonamide suppresses nuclear factor-kappaB activation and phosphorylation of p38 - activated protein kinase , extracellular signal - regulated kinase , c- Jun N-terminal kinase in mast cell line .	@DRUG$ inhibits the activation of nuclear factor-kappaB and the phosphorylation of p38 mitogen-activated protein kinase, extracellular signal-regulated kinase, and c-Jun N-terminal kinase in human mast cell line cells.	1
0	Additionally, @DRUG$ attenuates the rise in plasma glucose after mice are administered oral @DRUG$.	Additionally , @DRUG$ attenuates the rise in plasma glucose after mouse are administered oral @DRUG$ .	Additionally , @DRUG$ attenuates the plasma in rise glucose after mice are administered oral @DRUG$ .	Additionally , @DRUG$ attenuates the rise in plasma glucose after mice are administered oral @DRUG$ .	@DRUG$ helps to reduce the amount of sugar that is released into the bloodstream after a person takes @DRUG$.	0
0	@DRUG$-AMT was not toxic at the maximal dose tested (82.5 @DRUG$/kg), which was 100-fold larger than the maximal nonlethal L-AMT dose (0.8 mg/kg).	@DRUG$ - AMT was not toxic at the maximum dose tested ( 82.5 @DRUG$ / kilo ) , which was 100 - fold large than the maximum nonlethal L-AMT dose ( 0.8 mg / kilo ) .	@DRUG$ - was AMT not toxic at the maximal dose tested ( 82.5 @DRUG$ / kg mg - which was 100 , fold larger than the maximal nonlethal L-AMT dose ( 0.8 ) / kg ) .	@DRUG$ - AMT was not toxic at the maximal dose tested ( 82.5 @DRUG$ / kg ) , which was 100 - fold larger the maximal nonlethal L-AMT dose 0.8 / kg ) .	@DRUG$ is not toxic at the maximal dose tested ( 82.5 @DRUG$ / kg ) , which is 100 - fold larger than the maximal nonlethal L-AMT dose ( 0.8 mg / kg ) .	0
0	In Phase III trials involving 1136 patients with secondary HPT, 56% of those who received cinacalcet achieved the National Kidney Foundation Kidney Disease Outcomes Quality Initiative target of a reduction in parathyroid hormone to <300 pg/mL, 65% achieved a @DRUG$-@DRUG$ product <55 mg2/dL2, and a respective 49% and 46% achieved normalized serum calcium and phosphorus levels (P < 0.001).	In Phase III trials involving 1136 patients with secondary HPT ,  % of those who received cinacalcet achieved the National kidney Foundation kidney Disease Outcomes Quality Initiative target of a reduction in parathyroid hormone to < ccc pg / mL , 65 % achieved a @DRUG$ - @DRUG$ product < 55 m g2/ dL2 , and a respective  % and  % achieved renormalize blood serum calcium and phosphorus levels ( P < 0.001 ) .	of National III trials involving 1136 Foundation with % In , 56 % HPT those who received cinacalcet achieved the respective Kidney patients 55 Disease Outcomes Quality Initiative target of a reduction in parathyroid hormone to < 300 pg / mL , 65 % achieved a @DRUG$ - @DRUG$ product < Kidney m g2/ dL2 , and a Phase 49 % and 46 secondary achieved normalized serum calcium and phosphorus levels ( P < 0.001 ) .	In Phase trials involving 1136 patients with HPT , 56 % of those who received cinacalcet achieved the National Kidney Foundation Kidney Disease Outcomes Quality Initiative of a in parathyroid hormone to < 300 pg / mL , 65 % achieved a @DRUG$ - @DRUG$ product < m g2/ dL2 , and a respective 49 % and % achieved normalized serum calcium and phosphorus levels ( P < 0.001 )	56% of those who received cinacalcet achieved the National Kidney Foundation Kidney Disease Outcomes Quality Initiative target of a reduction in parathyroid hormone to < 300 pg/mL, 65% achieved a @DRUG$-@DRUG$ product < 55 mg2/dL2	0
0	To increase blood glucose, @DRUG$ promotes hepatic @DRUG$ output by increasing glycogenolysis and gluconeogenesis and by decreasing glycogenesis and glycolysis in a concerted fashion via multiple mechanisms.	To increase blood glucose , @DRUG$ promotes liverwort @DRUG$ output by increasing glycogenolysis and gluconeogenesis and by decreasing glycogenesis and glycolysis in a cooperative fashion via multiple mechanisms .	To increase hepatic glucose , @DRUG$ promotes blood @DRUG$ output by increasing glycogenolysis and gluconeogenesis and by decreasing glycogenesis and glycolysis in a concerted fashion mechanisms multiple via .	increase blood glucose , @DRUG$ promotes hepatic @DRUG$ output by increasing glycogenolysis and gluconeogenesis and by decreasing glycogenesis glycolysis in a concerted fashion via multiple mechanisms .	@DRUG$ increases the amount of glucose in the blood by promoting the production of glucose by the liver. This is done by increasing the breakdown of glycogen and the production of glucose from non-carbohydrate sources, and by decreasing the production of glucose from carbohydrates.	1
0	Technetium-99m-bicisate ethyl cysteinate dimer (ECD) presents a different pattern from cerebral blood flow (CBF) in the subacute phase of cerebral infarction, @DRUG$ measured by PET, perhaps due to lack of @DRUG$ and enzyme activity; this pattern is contrary to that of hexamethyl-propyleneamine oxime (HMPAO) but similar to that of N-isopropyl-[123I]beta-iodoamphetamine ([123I]IMP).	atomic number  - 99m -bicisate ethyl radical cysteinate dimer ( ECD ) presents a different pattern from intellectual blood flow ( CBF ) in the subacute phase of intellectual infarction , @DRUG$ measured by positron emission tomography , mayhap due to lack of @DRUG$ and enzyme activeness ; this pattern is adverse to that of hexamethyl - propyleneamine oxime ( HMPAO ) but similar to that of N-isopropyl - [ 123I ] beta-iodoamphetamine ( [ 123I ] IMP ) .	Technetium - 99m -bicisate ethyl cysteinate dimer ( ECD blood presents a different pattern from cerebral propyleneamine flow ( CBF ) in the subacute phase of [ infarction HMPAO @DRUG$ measured , PET by perhaps due to lack of @DRUG$ and enzyme activity ; this pattern is IMP to that but hexamethyl - ) oxime ( , ) of similar to that of N-isopropyl - [ 123I ] beta-iodoamphetamine ( cerebral 123I ] contrary ) .	Technetium - -bicisate ethyl cysteinate dimer ( ECD presents a different pattern cerebral blood flow ( CBF ) in the subacute phase of cerebral infarction , @DRUG$ measured by PET , due to lack @DRUG$ and enzyme activity ; this pattern is contrary to that of hexamethyl - propyleneamine ( HMPAO ) but similar to that of N-isopropyl - [ 123I ] beta-iodoamphetamine ( [ 123I IMP ) .	Technetium - 99m -bicisate ethyl cysteinate dimer ( ECD ) presents a different pattern from cerebral blood flow ( CBF ) in the subacute phase of cerebral infarction , @DRUG$ measured by PET , perhaps due to lack of DRU	1
0	The results indicate that, in contrast to L-@DRUG$, antipain can suppress the induction of X-ray-induced aberrations even when administered @DRUG$ late as 2 h after irradiation, suggesting that the effects of antipain on aberrations are not attributable to its interference with short-lived radicals within the cells.	The results indicate that , in contrast to L-@DRUG$ , antipain can suppress the trigger of X-ray - induced distortion eve when administered @DRUG$ late as two h after irradiation , suggesting that the effects of antipain on distortion are not attributable to its interference with short-lived radicals inside the cells .	The results indicate that not in contrast to L-@DRUG$ attributable after can suppress , induction of X-ray - induced aberrations even when administered interference late as 2 h antipain irradiation the suggesting that the effects of antipain on aberrations are , , to its @DRUG$ with short-lived radicals within the cells .	The results indicate that , in contrast to L-@DRUG$ , antipain can suppress induction of X-ray - induced aberrations even administered @DRUG$ late as 2 h after , suggesting that the effects of antipain on aberrations are not attributable to its interference with short-lived radicals within the cells .	L-@DRUG$" (the drug) can suppress the induction of X-ray-induced aberrations (damage), "even when administered @DRUG$ late as 2 h after irradiation" (after the X-rays were given). "Antipain" (another drug) can	0
0	Currently, 6 prescription OM3FA formulations are approved in the United States: @DRUG$-acid ethyl esters (Lovaza, Omtryg, and 2 generic formulations), omega-3-carboxylic acids (Epanova), which contain both EPA and DHA, and icosapent ethyl (Vascepa), which is an @DRUG$-only formulation.	Currently , sextet prescription OM3 FA formulation are approved in the United States : @DRUG$ - acid ethyl esters ( Lovaza , Omtryg , and 2 generic wine formulation ) , z - threesome - carboxyl acids ( Epanova ) , which contain both EPA and DHA , and icosapent ethyl ( Vascepa ) , which is an @DRUG$ - only formulation .	Currently , ( prescription OM3 FA formulations Vascepa approved - the : States United @DRUG$ - acid ethyl esters ( formulations , Omtryg , and 2 generic Lovaza ) , omega - 3 - both acids ( Epanova ) , which contain carboxylic EPA and DHA , and icosapent ethyl 6 are ) , which is an @DRUG$ in only formulation .	Currently , prescription OM3 FA formulations are approved in the : @DRUG$ - acid ethyl esters ( Lovaza , Omtryg , and 2 generic formulations ) , omega - 3 - carboxylic acids ( Epanova ) , contain both EPA and DHA , and icosapent ethyl ( Vascepa ) , is an @DRUG$ - only formulation .	There are currently six prescription OM3 FA formulations available in the United States. These formulations are all based on @DRUG$, which is an acid ethyl ester. The other five formulations are omega-3-carboxylic acids, which contain both EPA and DHA. The only DR	1
0	BACKGROUND AND PURPOSE: @DRUG$ has been reported to act @DRUG$ an antagonist at cannabinoid CB1 receptors.	BACKGROUND AND PURPOSE : @DRUG$ has been reported to act @DRUG$ an adversary at cannabinoid CB1 receptors .	BACKGROUND has PURPOSE : @DRUG$ AND been reported to act @DRUG$ an antagonist at cannabinoid CB1 receptors .	BACKGROUND AND PURPOSE : @DRUG$ has been reported to act @DRUG$ antagonist at cannabinoid CB1 .	@DRUG$ is known to block the effects of @DRUG$ at cannabinoid CB1 receptors.	0
0	The mean first-phase HIV-1 RNA decay slopes were -0.36, -0.63 and -0.64 for the @DRUG$ fumarate group, the 40 @DRUG$ of tenofovir alafenamide group and the 120 mg of tenofovir alafenamide group, respectively.	The mean for the first time - phase human immunodeficiency virus -1 RNA decline slopes were - 0.36 , -0.63 and - 0.64 for the @DRUG$ fumarate group , the 40 @DRUG$ of tenofovir alafenamide group and the 120 mg of tenofovir alafenamide group , severally .	The mean decay - phase HIV -1 RNA first slopes , - 0.36 , -0.63 and - 0.64 were the @DRUG$ fumarate group for the 40 @DRUG$ of tenofovir alafenamide group and the 120 of mg tenofovir alafenamide group , respectively .	The mean first - phase HIV -1 decay slopes 0.36 , -0.63 and - 0.64 for the @DRUG$ fumarate group , the 40 @DRUG$ of tenofovir alafenamide group and the 120 mg of tenofovir alafenamide group , respectively .	The mean first - phase HIV -1 RNA decay slopes were - 0.36 for the @DRUG$ fumarate group , the 40 @DRUG$ of tenofovir alafenamide group and the 120 mg of tenofovir alafenamide group , respectively .	0
0	The clinic had inadvertently used Bicillin C-@DRUG$, a mixture of 1.2 million units (MU) benzathine penicillin G (BPG) and 1.2 MU @DRUG$ penicillin G, rather than Bicillin L-A, a preparation that contains the 2.4 MU BPG per dose recommended by CDC.	The clinic had unknowingly used Bicillin C-@DRUG$ , a mixing of 1.2 million building block ( MU ) benzathine penicillin G ( BPG ) and 1.2 MU @DRUG$ penicillin G , rather than Bicillin L-A , a preparation that contains the 2.4 MU BPG per dose urge by CDC .	clinic The had inadvertently used Bicillin C-@DRUG$ , a mixture Bicillin 1.2 million units MU MU ) benzathine penicillin @DRUG$ ( BPG ) and 1.2 MU G penicillin G , rather than of L-A , a preparation that contains the 2.4 ( BPG per dose recommended by CDC .	The clinic inadvertently used Bicillin C-@DRUG$ a mixture of 1.2 units MU ) benzathine penicillin G ( BPG ) and 1.2 MU @DRUG$ penicillin G , rather than Bicillin L-A , a preparation that contains the 2.4 MU BPG per dose recommended by CDC	The clinic had inadvertently used Bicillin C-@DRUG$ , a mixture of 1.2 million units ( MU ) benzathine penicillin G ( BPG ) and 1.2 MU @DRUG$ penicillin G , rather than Bicillin L-A , a preparation	0
0	Groups received single oral doses of 25 mCi/ml [3H]@DRUG$ alone or with 5, 10, 20, 50 and 100 mg/kg @DRUG$ at 0700 h. Ten percent Intralipid was used to solubilize and co-administer [3H]-cholesterol and FM-VP4.	Groups obtain single oral doses of 25  Ci / ml [ 3H ] @DRUG$ alone or with fivesome , tenner , 20 , 50 and  mg / kg @DRUG$ at 0700 h . Ten percent Intralipid was used to solubilize and co-administer [ 3H ] - cholesterol and FM - VP4 .	Groups received single oral - of 25 m Ci / ml [ 3H ] Ten alone or with 5 , 10 , 20 percent 50 and 100 mg / at @DRUG$ kg 0700 h . @DRUG$ , Intralipid doses used to solubilize and co-administer [ 3H ] was cholesterol and FM - VP4 .	Groups received single oral of 25 m Ci / ml 3H ] @DRUG$ alone or with 5 , 10 , 20 , 50 and 100 mg / @DRUG$ at 0700 h . Ten percent Intralipid was to solubilize and co-administer [ 3H ] - cholesterol FM - VP4 .	Groups received single oral doses of 25 m Ci / ml [ 3H ] @DRUG$ alone or with 5 , 10 , 20 , 50 and 100 mg / kg @DRUG$ at 0700 h . Ten percent Intralipid was used to solubilize and co-administer	0
0	The candidate targets the @DRUG$ antigen as rituximab, but @DRUG$ binds a novel, membrane-proximal epitope, and dissociates from its target at a slower rate compared to rituximab.	The candidate targets the @DRUG$ antigen as rituximab , but @DRUG$ binds a fresh , membrane - proximal epitope , and dissociates from its target at a obtuse rate compare to rituximab .	The rituximab targets the @DRUG$ antigen as rituximab , but @DRUG$ binds a novel , membrane - proximal from , and dissociates epitope its target at a slower rate compared candidate to .	The candidate targets the @DRUG$ antigen as rituximab but @DRUG$ binds a novel - proximal epitope , and dissociates from its target at slower rate compared to rituximab .	@DRUG$ is an antigen that is targeted by rituximab, but @DRUG$ binds to a novel, membrane-proximal epitope, and dissociates from its target at a slower rate compared to rituximab.	0
0	CHARACTERIZATION OF BINDING SITES OF @DRUG$ AND INTERFERENCE OF @DRUG$ AT THE BINDING SITE ON BOVINE SERUM ALBUMIN.	CHARACTERIZATION OF BINDING SITES OF @DRUG$ AND INTERFERENCE OF @DRUG$ atomic number  THE BINDING SITE ON BOVINE SERUM ALBUMIN .	CHARACTERIZATION OF BINDING BOVINE OF @DRUG$ AND INTERFERENCE OF @DRUG$ AT THE BINDING SITE ON SITES SERUM ALBUMIN .	CHARACTERIZATION OF BINDING SITES OF @DRUG$ AND INTERFERENCE OF @DRUG$ AT THE BINDING SITE ON BOVINE SERUM .	The binding sites of @DRUG$ and @DRUG$ on bovine serum albumin are characterized, and the interference of DRUGB at the binding site of DRUGA is investigated.	0
0	First-generation @DRUG$ H1-receptor antagonists, such @DRUG$ diphenhydramine, triprolidine, hydroxyzine or chlorpheniramine (chlorphenamine), frequently cause somnolence or other CNS adverse effects.	First-generation @DRUG$ H1 - receptor antagonists , such @DRUG$ diphenhydramine , triprolidine , hydroxyzine or chlorpheniramine ( chlorphenamine ) , frequently cause sleepiness or other CNS adverse force .	, @DRUG$ H1 - receptor antagonists , , @DRUG$ diphenhydramine such triprolidine , hydroxyzine or chlorpheniramine ( chlorphenamine ) First-generation frequently cause somnolence or other CNS adverse effects .	@DRUG$ H1 receptor antagonists , such @DRUG$ diphenhydramine , triprolidine , hydroxyzine or chlorpheniramine ( chlorphenamine , cause somnolence or CNS adverse effects .	First-generation @DRUG$ H1 - receptor antagonists , such as @DRUG$ diphenhydramine , triprolidine , hydroxyzine or chlorpheniramine ( chlorphenamine ) , frequently cause somnolence or other CNS adverse effects .	0
1	This article focuses on the second category and thus critically reviews the following second-generation compounds: @DRUG$ acetate or BIA-2-093 and 10-hydroxy carbazepine (carbamazepine derivatives); valrocemide and NPS 1776 (isovaleramide; @DRUG$ derivatives); pregabalin and XP13512 (gabapentin derivatives); brivaracetam (ucb 34714) and seletracetam (ucb 44212; levetiracetam derivatives); and fluorofelbamate (a felbamate derivative).	This clause focusing on the nd category and olibanum critically reviews the succeed second-generation chemical compound : @DRUG$ acetate or BIA-2-093 and 10 - hydroxy carbazepine ( carbamazepine derivatives ) ; valrocemide and np 1776 ( isovaleramide ; @DRUG$ derivatives ) ; pregabalin and XP13512 ( gabapentin derivatives ) ; brivaracetam ( ucb 34714 ) and seletracetam ( ucb 44212 ; levetiracetam derivatives ) ; and fluorofelbamate ( a felbamate derivative ) .	This second focuses on article - category and thus critically reviews the following second-generation compounds : @DRUG$ acetate ) BIA-2-093 and 10 the hydroxy carbazepine ( ) levetiracetam ) ; valrocemide and NPS 1776 ( isovaleramide ; @DRUG$ derivatives ) ; pregabalin and XP13512 ( gabapentin derivatives or ; brivaracetam ( ucb 34714 ) ; seletracetam ( ucb 44212 ; derivatives derivatives carbamazepine and and fluorofelbamate ( a felbamate derivative ) .	This article on the second category and critically reviews the following second-generation compounds : @DRUG$ acetate or BIA-2-093 and - carbazepine ( carbamazepine derivatives ) ; valrocemide and 1776 ( isovaleramide @DRUG$ derivatives ) ; pregabalin XP13512 ( gabapentin derivatives ) brivaracetam ( ucb 34714 ) and ( ucb 44212 ; levetiracetam derivatives ) ; and fluorofelbamate a felbamate derivative ) .	This article focuses on the second category and thus critically reviews the following second-generation compounds : @DRUG$ acetate or BIA-2-093 and 10 - hydroxy carbazepine ( carbamazepine derivatives ) ; valrocemide and NPS 1776 ( is	1
1	In a randomized, double-blind trial (N=49), patients with relapsing SPMS who received @DRUG$ 12 mg/m2 monthly for 3 months followed by 12 @DRUG$/m2 g3mo for up to 32 months had significant improvements in EDSS scores compared with those who received methylprednisolone 1 g IV monthly for 3 months followed by 1 g IV g3mo (P=0.002 at 1 year, P=0.045 at 2 years) and significant reductions in the number of gadolinium-enhancing lesions on magnetic resonance imaging (MRI) (P=0.002 at 1 and 2 years, P=0.03 at 3 years).	In a randomized , two baser - blind trial ( N=49 ) , patients with fall back SPMS who received @DRUG$ 12 mg / m monthly for 3 months followed by 12 @DRUG$ / m g3 mo for up to xxxii months had important improvements in eds scores liken with those who received methylprednisolone 1 yard IV monthly for 3 months followed by 1 yard IV g3 mo ( P=0.002 at 1 twelvemonth , P=0.045 at 2 years ) and important diminution in the number of gadolinium - enhancing lesions on magnetic resonance imaging ( MRI ) ( P=0.002 at 1 and 2 years , P=0.03 at 3 years ) .	3 a randomized , who - blind g3 ( N=49 ) , patients followed relapsing SPMS double received @DRUG$ 12 mg 1 m2 monthly for In months followed by 12 @DRUG$ / m2 g3 mo for up to 32 months had significant MRI in EDSS scores compared years those who received methylprednisolone and g IV monthly for 3 months with by 1 g IV trial mo ( 2 at 1 year , P=0.045 at P=0.002 ) ) / significant reductions in the number of gadolinium - enhancing lesions on magnetic resonance imaging ( improvements with ( P=0.002 at 1 and 2 years , P=0.03 at 3 years ) .	a randomized , blind trial ( N=49 ) , patients with relapsing SPMS who received @DRUG$ 12 mg / m2 monthly for months followed by 12 @DRUG$ / m2 g3 mo for up to 32 months had significant improvements in EDSS compared with those who received methylprednisolone 1 g IV monthly for 3 months followed by 1 g g3 mo ( at 1 year , at 2 years ) and in number of gadolinium - enhancing lesions on magnetic resonance imaging ( MRI ) ( P=0.002 at 1 and 2 years , P=0.03 at 3 years ) .	Patients who received @DRUG$ had significant improvements in EDSS scores compared with those who received methylprednisolone, and significant reductions in the number of gadolinium-enhancing lesions on magnetic resonance imaging.	1
0	They received no supplements for the first 8 d and then received either 7.5 g/d @DRUG$ oil (3 g DHA/d) or olive oil (placebo) for the last 90 @DRUG$. Blood samples were collected from fasting men on study days -7, 0, 45, 84, and 91.	They received no supplements for the first 8 viosterol and then received either 7.5 g/d @DRUG$ oil ( 3 g DHA / viosterol ) or olive oil ( placebo ) for the last 90 @DRUG$ . Blood sampling were pile up from fasting men on study clarence day - 7 , 0 , 45 , 84 , and  .	days received no supplements for the first 8 or and then received either 7.5 ) @DRUG$ oil ( 3 g DHA / d g/d d the oil ( placebo ) for olive last 90 @DRUG$ . Blood samples were collected from fasting , on study They - 7 , 0 men 45 , 84 , and 91 .	They received no supplements for the first 8 d and then received either 7.5 g/d @DRUG$ oil ( 3 g DHA ) or olive oil ( placebo ) for the last 90 @DRUG$ . Blood samples collected from fasting men on study days - 7 0 , 45 84 , and 91 .	The men received no supplements for the first 8 days, and then they received either 7.5 grams per day of @DRUG$ oil (containing 3 grams of DHA per day) or olive oil (placebo) for the last 90 days. Blood samples were collected from fasting men on study days	1
0	CONCLUSIONS: Ala-Gln-supplemented PN was clinically safe, had better @DRUG$ @DRUG$, and maintained intestinal permeability in postoperative patients.	CONCLUSIONS : Ala- Gln-supplemented PN was clinically safe , had better @DRUG$ @DRUG$ , and asseverate intestinal permeability in postoperative patient role .	CONCLUSIONS : Ala- in permeability was clinically safe , had better @DRUG$ @DRUG$ , and maintained intestinal PN Gln-supplemented postoperative patients .	CONCLUSIONS : Ala- Gln-supplemented PN was clinically safe , had better @DRUG$ @DRUG$ , and maintained intestinal permeability in postoperative patients .	PN supplemented with Ala-Gln was clinically safe and had better @DRUG$ and @DRUG$ than PN without Ala-Gln.	0
0	[Effect of @DRUG$-1394, a potent and selective inhibitor of acyl-@DRUG$:cholesterol acyltransferase (ACAT), on esterification of cholesterol and basolateral secretion of cholesteryl ester in Caco-2 cells].	[ Effect of @DRUG$ - 1394 , a potent and selective inhibitor of acyl group - @DRUG$ : cholesterin acyltransferase ( ACAT ) , on esterification of cholesterin and basolateral secretion of cholesteryl ester in Caco -  electric cell ] .	[ Effect acyl @DRUG$ of 1394 ) a potent and selective inhibitor of of - @DRUG$ : cholesterol acyltransferase ( ACAT , , on esterification - cholesterol and basolateral secretion of cholesteryl ester in Caco - 2 cells ] .	[ Effect of @DRUG$ - 1394 , a potent and selective inhibitor of acyl - @DRUG$ : acyltransferase ( ACAT ) , on esterification of cholesterol and basolateral secretion of cholesteryl ester in Caco - 2 .	 @DRUG$ inhibits the activity of ACAT, which in turn decreases the amount of cholesterol that is esterified and secreted from the cells.	1
0	A tiamulin @DRUG$ >2 microg/ml was obtained for 14% (n=13) of the isolates and these were also tested against doxycycline, @DRUG$, valnemulin, lincomycin and aivlosin.	angstrom tiamulin @DRUG$ >2 microg / cc was obtained for xiv % ( n=13 ) of the isolates and these were also tested against doxycycline , @DRUG$ , valnemulin , lincomycin and aivlosin .	A tiamulin @DRUG$ n=13 microg / ml was obtained for were % ( >2 ) of the isolates lincomycin these 14 also tested against doxycycline , @DRUG$ , valnemulin , and and aivlosin .	A tiamulin @DRUG$ >2 microg / ml was obtained 14 % ( n=13 ) of the isolates and these were also tested against doxycycline @DRUG$ , valnemulin , lincomycin and aivlosin .	A tiamulin @DRUG$ >2 microg / ml was obtained for 14 % ( n=13 ) of the isolates and these were also tested against doxycycline , @DRUG$ , valnemulin , lincomycin and aivlosin ."This	0
0	We also report for the first time that @DRUG$ can induce senescence in colon cancer cells as assessed by flattened, spread out and vacuolated morphology as well @DRUG$ by senescence marker beta-galactosidase staining.	We also report for the first metre that @DRUG$ can induce senescence in colon cancer cells as assessed by planate , spread out and vacuolate morphology as well @DRUG$ by senescence marker beta-galactosidase staining .	We also that for the first and report @DRUG$ can induce senescence in vacuolated cancer cells as assessed by flattened , spread out time colon morphology as well @DRUG$ by senescence marker beta-galactosidase staining .	We also report for the first time that @DRUG$ can induce senescence in colon cancer cells as assessed by flattened , spread out and vacuolated morphology as well @DRUG$ by senescence marker beta-galactosidase staining .	@DRUG$ can induce senescence in colon cancer cells, and @DRUG$ can induce senescence in colon cancer cells.	0
0	CONCLUSIONS: @DRUG$ suspension administered at up to 800 mg/@DRUG$ is a reasonable alternative to conventional antifungal agents for the prevention and treatment of IFIs in high-risk populations.	CONCLUSIONS : @DRUG$ suspension administered at up to 800 mg / @DRUG$ is a sane alternative to conventional antimycotic federal agent for the prevention and treatment of IFIs in high- risk populations .	CONCLUSIONS : @DRUG$ suspension administered at the to 800 mg / @DRUG$ is a reasonable alternative to conventional antifungal up for high- prevention and treatment of IFIs in agents risk populations .	CONCLUSIONS : @DRUG$ suspension administered at up to mg / @DRUG$ is a reasonable to conventional antifungal agents for the prevention and treatment of IFIs in high- risk populations .	@DRUG$ is a reasonable alternative to conventional antifungal agents for the prevention and treatment of IFIs in high- risk populations .	1
0	In patients with mild-to-moderate hypertension irbesartan was @DRUG$ effective as enalapril, atenolol and @DRUG$, and more effective than valsartan in terms of absolute reduction in BP and response rates.	In affected role with mild- to-moderate hypertension irbesartan was @DRUG$ effective as enalapril , atenolol and @DRUG$ , and more effective than valsartan in terms of absolute simplification in BP and response betray .	In patients with mild- to-moderate hypertension absolute more @DRUG$ effective as enalapril , atenolol and @DRUG$ , and was effective than in valsartan terms of irbesartan reduction in BP and response rates .	In patients with mild- to-moderate hypertension irbesartan @DRUG$ effective as enalapril , atenolol and @DRUG$ , and more effective than valsartan in of reduction in BP and response rates .	Irbesartan is more effective than valsartan in terms of absolute reduction in BP and response rates.	1
0	A randomized phase III trial of @DRUG$ versus paclitaxel in ovarian cancer patients pretreated with cisplatin/cyclophosphamide has demonstrated that topotecan is @DRUG$ effective as paclitaxel in the second-line treatment of these patients.	A randomized phase III trial of @DRUG$ versus paclitaxel in ovarian genus cancer affected role pretreated with cisplatin / cyclophosphamide has demonstrated that topotecan is @DRUG$ effective as paclitaxel in the nd -line treatment of these affected role .	A randomized as III trial the @DRUG$ versus paclitaxel in ovarian cancer patients pretreated with cisplatin / cyclophosphamide has demonstrated that topotecan is @DRUG$ effective phase paclitaxel patients of second -line treatment of these in .	A randomized phase III trial of @DRUG$ versus paclitaxel in ovarian cancer patients pretreated with cisplatin / cyclophosphamide has demonstrated that topotecan @DRUG$ effective as paclitaxel in the second -line treatment of these patients .	A randomized phase III trial of @DRUG$ versus paclitaxel in ovarian cancer patients pretreated with cisplatin / cyclophosphamide has demonstrated that topotecan is an effective drug as paclitaxel in the second-line treatment of these patients.	1
0	From these results, we conclude that up to 252 @DRUG$ of @DRUG$ can be safely infused into normal volunteers over 72 h and even though it associates extensively with high-density lipoproteins, antagonistic activity is maintained, even after infusion ceases.	From these results , we conclude that up to 252 @DRUG$ of @DRUG$ can be safely impregnate into pattern volunteers over 72 h and yet though it associates extensively with high-density lipoprotein , antagonistic activity is maintained , yet after infusion ceases .	From these infusion , we conclude that up into 252 @DRUG$ of @DRUG$ can be is with to normal volunteers over 72 h and even though it associates extensively infused high-density lipoproteins , antagonistic activity safely maintained , even after results ceases .	these results , we that up to @DRUG$ of @DRUG$ can be safely infused into normal volunteers over 72 h and even though it associates extensively with high-density lipoproteins , antagonistic activity is maintained , even after infusion ceases .	Up to 252 @DRUG$ of @DRUG$ can be safely infused into normal volunteers over 72 h without any significant antagonistic activity.	0
0	We randomly assigned 8076 patients who were at least 50 years of age (or at least 40 years of age and receiving long-term glucocorticoid therapy) and who had rheumatoid arthritis to receive either 50 mg of @DRUG$ daily or 500 @DRUG$ of naproxen twice daily.	We randomly portion 8076 patients who were at to the lowest degree 50 years of age ( or at to the lowest degree 40 years of age and receiving long- term glucocorticoid therapy ) and who had rheumatoid arthritis to receive either 50 mg of @DRUG$ day to day or 500 @DRUG$ of naprosyn twice day to day .	had randomly assigned 8076 patients who were and least 50 years of age ( or at least 40 years of glucocorticoid and receiving long- term age therapy receive at who We rheumatoid arthritis to ) either 50 mg of @DRUG$ daily or 500 @DRUG$ of naproxen twice daily .	We randomly assigned 8076 patients who were at least 50 of ( or at least 40 years of age and receiving term glucocorticoid therapy ) and who had rheumatoid arthritis to receive either 50 mg of @DRUG$ daily or 500 @DRUG$ naproxen twice daily .	Some patients were given a drug called @DRUG$, while others were given a drug called @DRUG$. DRUGA and DRUGB are both medications used to treat rheumatoid arthritis.	0
0	In 15 studies, several of which were adequately powered to assess efficacy, @DRUG$ was at least @DRUG$ effective as lactulose/lactitol (the current mainstay of pharmacologic treatment for hepatic encephalopathy) and neomycin and paromomycin (the antibiotics most commonly prescribed for hepatic encephalopathy) in improving neurologic signs and symptoms and reducing blood ammonia levels.	In 15 studies , several of which were adequately powered to roll in the hay efficacy , @DRUG$ was at to the lowest degree @DRUG$ effective as lactulose / lactitol ( the current pillar of pharmacologic treatment for hepatic encephalopathy ) and neobiotic and paromomycin ( the antibiotics most commonly prescribed for hepatic encephalopathy ) in improving neurologic signs and symptoms and reducing blood ammonium hydroxide tear down .	at treatment the , several of which were adequately powered to assess efficacy , @DRUG$ was In least @DRUG$ effective as lactulose / lactitol ( the current mainstay of pharmacologic 15 for hepatic encephalopathy ) and neomycin and paromomycin neurologic studies antibiotics most commonly prescribed for hepatic in ) encephalopathy improving and signs ( symptoms and reducing blood ammonia levels .	In several of which were adequately powered to assess efficacy , @DRUG$ was least @DRUG$ effective as lactulose / lactitol ( the current mainstay of pharmacologic treatment for hepatic encephalopathy ) and neomycin and paromomycin ( the antibiotics most commonly prescribed for encephalopathy ) in improving neurologic signs symptoms and reducing blood ammonia levels .	@DRUG$ is at least as effective as lactulose/lactitol and neomycin and paromomycin in improving neurologic signs and symptoms and reducing blood ammonia levels.	1
0	CASE REPORT: A 28-year-old man with no prior history of heart disease developed severe chest pain, inverted T waves, and intraventricular conduction delay on EKG and mild elevation of cardiac enzymes 5 hours after unintentional injection of less than half of a 12cc syringe filled with Micotil 300 (tilmicosin phosphate 300 @DRUG$/mL, propylene glycol 25%, phosphoric acid, @DRUG$ for injection).	event REPORT : A 28 - year- one time man with no prior history of heart disease developed severe chest pain , inverted T flap , and intraventricular conduction stay on EKG and mild elevation of cardiac enzymes 5 hours after unintentional injection of less than half of a  cc syringe filled with Micotil 300 ( tilmicosin phosphate 300 @DRUG$ / milliliter , propylene glycol 25 % , phosphorous acid , @DRUG$ for injection ) .	CASE REPORT : A chest - cardiac old year- with no prior history of heart disease developed severe 28 pain , half T waves , and intraventricular conduction delay on EKG and mild elevation of man ) 5 hours after unintentional injection of propylene than inverted of a 12 cc syringe filled with Micotil 300 ( tilmicosin phosphate 300 @DRUG$ / mL , less glycol 25 % , phosphoric acid , @DRUG$ for injection enzymes .	REPORT : 28 year- old man with no prior of heart disease developed severe chest pain , inverted T waves , and intraventricular conduction delay on EKG and mild elevation of cardiac enzymes 5 hours after injection of than half of a 12 cc syringe filled with Micotil 300 ( tilmicosin phosphate 300 @DRUG$ / mL , propylene glycol 25 % phosphoric acid , @DRUG$ for injection ) .	A man who injected Micotil 300 ( tilmicosin phosphate 300 @DRUG$ / mL , propylene glycol 25 % , phosphoric acid , @DRUG$ for injection ) developed severe chest pain , inverted T waves , and intraventricular conduction delay on EKG and mild	0
0	Heart rate, cardiac output, mean pulmonary arterial blood pressure, systolic, diastolic and mean aortic blood pressure, respiratory rate and arterial blood gases did not change after either i.v. (30 mg/kg bodyweight [bwt]) or oral (50 and 100 @DRUG$/kg bwt) dosages of @DRUG$.	Heart rate , cardiac output , beggarly pulmonary arterial blood hale , systolic , diastolic and beggarly aortic blood hale , respiratory rate and arterial blood gases did not commute after either i.v. ( 30 milligram / kg bodyweight [ bwt ] ) or oral ( 50 and c @DRUG$ / kg bwt ) dosages of @DRUG$ .	Heart rate , cardiac output , mean pulmonary change blood pressure , ) , diastolic and mean aortic blood pressure , respiratory rate and [ blood gases bwt not arterial 50 either i.v. ( 30 mg / kg bodyweight arterial did ] systolic or oral ( after and 100 @DRUG$ / kg bwt ) dosages of @DRUG$ .	Heart rate , pulmonary arterial blood pressure , systolic , diastolic and mean aortic blood pressure respiratory rate arterial blood gases did not change after either i.v. ( 30 mg kg bodyweight [ bwt ) or oral ( and 100 @DRUG$ / kg bwt ) dosages of @DRUG$ .	Heart rate, cardiac output, mean pulmonary arterial blood pressure, systolic, diastolic and mean aortic blood pressure, respiratory rate and arterial blood gases did not change after either i.v. (30 mg/kg bodyweight [bwt]) or oral (50 and	1
0	CONCLUSIONS AND POTENTIAL RELEVANCE: @DRUG$ is @DRUG$ effective as dexamethasone in the treatment of 'heaves'-affected horses but associated with hypokalaemia.	CONCLUSIONS AND POTENTIAL relevance : @DRUG$ is @DRUG$ effective as dexamethasone in the treatment of ' heaves ' - affected horses but associate with hypokalaemia .	CONCLUSIONS AND POTENTIAL RELEVANCE hypokalaemia @DRUG$ is @DRUG$ effective as dexamethasone in the treatment of ' heaves ' - affected horses but : with associated .	AND POTENTIAL RELEVANCE : @DRUG$ is @DRUG$ effective dexamethasone in treatment of ' heaves ' - affected horses but associated with hypokalaemia .	@DRUG$ is effective as dexamethasone in the treatment of 'heaves' - affected horses but associated with hypokalaemia.	1
0	In guinea pig brain homogenates, lobeline displaced (K(i)=0.74 microM) the binding of [(3)H]DAMGO [(D-@DRUG$(2), N-ME-@DRUG$(4), Gly(5)-ol)-enkephalin].	In guinea sus scrofa mind homogenates , lobeline displaced ( K( i ) =0.74 microM ) the binding of [ ( leash ) henry ] DAMGO [ ( vitamin d - @DRUG$ ( 2 ) , N-ME -@DRUG$ ( 4 ) , Gly ( 5 ) - ol ) - enkephalin ] .	In ) pig brain homogenates , @DRUG$ displaced ( K( i ) =0.74 microM ) the binding ol [ guinea 3 ) H ] DAMGO [ ( D - lobeline ( 2 ) , N-ME enkephalin ( 4 ) , Gly ( 5 ) - of ( - -@DRUG$ ] .	guinea pig brain homogenates , lobeline displaced ( K( i ) =0.74 microM ) the binding of [ ( 3 ) H ] DAMGO [ ( D @DRUG$ ( 2 ) , N-ME -@DRUG$ ( 4 , Gly ( 5 ) - ) - enkephalin ] .	Lobeline displaces the binding of [ ( 3 ) H ] DAMGO [ ( D - @DRUG$ ( 2 ) , N-ME -@DRUG$ ( 4 ) , Gly ( 5 ) - ol ) - enkephalin ] in guinea pig brain homogenates .	0
0	"@DRUG$ may also act @DRUG$ a ""sink"" for highly lipophilic xenobiotics."	" @DRUG$ may also act @DRUG$ a " " sink " " for highly lipotropic xenobiotics . "	" @DRUG$ may also act @DRUG$ a " " sink " " for highly lipophilic xenobiotics . "	" @DRUG$ may also act @DRUG$ a " " sink " " for highly lipophilic xenobiotics . "	 @DRUG$ may also act as a "sink" for highly lipophilic xenobiotics.	1
0	2) The treatment was switched to azelnidipine in patients who had previously been under treatment with amlodipine for essential hypertension, and 123I-@DRUG$ myocardial scintigraphy (123I-MIBG), measurements of plasma norepinephrine, atrial natriuretic peptide (ANP), and @DRUG$, Holter electrocardiography, and heart rate variability analysis were performed.	 ) The treatment was switched to azelnidipine in patient who had previously been under treatment with amlodipine for crucial hypertension , and 123I - @DRUG$ myocardial scintigraphy ( 123I - MIBG ) , measurements of plasma norepinephrine , atrial natriuretic peptide ( ANP ) , and @DRUG$ , Holter cardiography , and heart rank variability analytic thinking were performed .	2 performed The 123I was been to azelnidipine in patients who had previously switched under treatment with amlodipine for essential hypertension , and ) - @DRUG$ , scintigraphy ( 123I - MIBG , , measurements of plasma norepinephrine treatment atrial natriuretic peptide ( ANP ) , and @DRUG$ , Holter electrocardiography myocardial and heart rate variability analysis were ) .	2 ) The treatment was switched to azelnidipine in who had previously been under treatment with amlodipine for essential hypertension , and 123I - @DRUG$ myocardial scintigraphy ( 123I - MIBG ) , measurements of plasma norepinephrine , atrial natriuretic peptide ( ANP ) , and @DRUG$ , Holter electrocardiography , and heart rate variability analysis were performed .	2 ) The treatment was switched to azelnidipine in patients who had previously been under treatment with amlodipine for essential hypertension , and 123I - @DRUG$ myocardial scintigraphy ( 123I - MIBG ) , measurements of plasma norepine	1
0	In Japan, recombinant @DRUG$, also known @DRUG$ Trafermin, has been administered for intractable skin ulcer for its strong effect on tissue granulation.	In Japan , recombinant @DRUG$ , also known @DRUG$ Trafermin , has been administered for intractable skin ulcer for its solid force on tissue granulation .	In Japan administered recombinant @DRUG$ , also known @DRUG$ Trafermin , has been , effect intractable skin ulcer for its strong for on tissue granulation .	In Japan , recombinant @DRUG$ , also known @DRUG$ Trafermin , has been administered for intractable skin ulcer for its strong effect on tissue granulation .	@DRUG$ is a protein that is used to help heal skin ulcers. @DRUG$ is a protein that is similar to DRUGA, and has been found to be effective in helping to heal skin ulcers.	0
1	The @DRUG$-sensing receptor is involved in @DRUG$-induced osteoclast apoptosis.	The @DRUG$ - sensing receptor is involved in @DRUG$ - induced osteoclast apoptosis .	The @DRUG$ - sensing receptor is involved osteoclast @DRUG$ - induced in apoptosis .	The @DRUG$ - sensing receptor is involved in @DRUG$ - induced osteoclast apoptosis .	The @DRUG$ receptor is involved in the apoptosis of osteoclasts induced by @DRUG$.	0
0	In this study, we evaluated the cytotoxicity of @DRUG$, the active metabolite of @DRUG$, on human colon adenocarcinoma cells (Caco-2) and its effect on cell proliferation.	inward this written report , we evaluated the cytotoxicity of @DRUG$ , the active metabolite of @DRUG$ , on human colon adenocarcinoma cells ( Caco - 2 ) and its effect on cellular telephone proliferation .	Caco this study , we evaluated the cytotoxicity 2 @DRUG$ , the active metabolite of @DRUG$ , on of colon adenocarcinoma cells ( In - human ) and its effect on cell proliferation .	In this study , we evaluated the cytotoxicity of @DRUG$ , active metabolite of @DRUG$ , human colon cells ( Caco - 2 ) and its effect on cell proliferation .	We found that @DRUG$ is cytotoxic to human colon adenocarcinoma cells, and that it inhibits cell proliferation.	1
0	This work studies the distribution of [(14)C-imidazolidin]@DRUG$ (1 @DRUG$/seed) in three stages of Gaucho-treated sunflowers grown in an outdoor lysimeter.	This act upon studies the statistical distribution of [ ( 14 ) C-imidazolidin ] @DRUG$ ( 1 @DRUG$ / seed ) in three degree of Gaucho-treated sunflowers grown in an outdoor lysimeter .	This work studies the distribution an [ ( 14 ) C-imidazolidin Gaucho-treated @DRUG$ ( ] @DRUG$ / seed ) in three stages of 1 sunflowers grown in of outdoor lysimeter .	This work studies the distribution of [ ( 14 ) C-imidazolidin ] @DRUG$ ( 1 @DRUG$ seed ) in three stages of sunflowers grown in an outdoor lysimeter	The distribution of [ ( 14 ) C-imidazolidin ] @DRUG$ ( 1 @DRUG$ / seed ) is studied in three stages of Gaucho-treated sunflowers grown in an outdoor lysimeter .	0
0	There are several compounds that are at different developmental stages in the pipeline to counter HIV entry, among them: (i) the attachment inhibitor dextrin-2-@DRUG$; (ii) the inhibitors of the glycoprotein (gp) 120/CD4 interaction PRO 542, TNX 355 and BMS 488043; (iii) the co-receptor inhibitors subdivided in those targeting CCR5 (SCH 417690 [SCH D], UK 427857 GW 873140, PRO 140, TAK 220, AMD 887) and those targeting CXCR4 (AMD 070, KRH 2731); and (iv) the fusion inhibitors enfuvirtide (T-20) and @DRUG$ (T-1249).	There are various compounds that are at different developmental stages in the word of mouth to parry HIV entry , among them : ( i ) the fond regard inhibitor dextrin - two - @DRUG$ ; (  ) the inhibitors of the glycoprotein ( general practitioner ) 120 / cluster of differentiation  fundamental interaction PRO 542 , TNX 355 and BMS 488043 ; ( iii ) the co-receptor inhibitors subdivide in those targeting CCR5 ( SCH 417690 [ SCH D ] , united kingdom 427857 GW 873140 , PRO 140 , TAK 220 , amd 887 ) and those targeting CXCR4 ( amd 070 , KRH 2731 ) ; and ( iv ) the fusion inhibitors enfuvirtide ( T- 20 ) and @DRUG$ ( T-1249 ) .	There - several compounds that are at different developmental 070 in iii pipeline to counter HIV entry KRH : them among ( i ) ( ; inhibitor dextrin are 2 - @DRUG$ ; ( ii ) GW inhibitors of the glycoprotein ( D ) 120 / 140 interaction PRO 542 , TNX 355 and BMS 488043 ; ( the ) the co-receptor inhibitors 2731 in those targeting CCR5 ( SCH 417690 [ SCH gp ] , UK 427857 the 873140 , PRO CD4 ) TAK 220 , AMD 887 ) and those targeting CXCR4 ( AMD stages , , subdivided ) attachment and ( iv ) the fusion inhibitors enfuvirtide ( T- 20 , and @DRUG$ the T-1249 ) .	There are several compounds that are at different developmental stages in the pipeline to counter HIV entry , among them : ( i ) the attachment inhibitor dextrin - - @DRUG$ ; ( ii ) the inhibitors of ( gp ) / CD4 interaction PRO 542 , 355 BMS 488043 ; ( iii ) the co-receptor inhibitors subdivided in those targeting CCR5 ( SCH 417690 [ SCH D ] , UK 427857 GW 873140 , PRO 140 TAK 220 , AMD 887 ) and those targeting CXCR4 ( AMD 070 , KRH 2731 ) ; and ( iv ) fusion inhibitors enfuvirtide ( T- 20 ) and @DRUG$ ( T-1249 ) .	There are several compounds that are at different developmental stages in the pipeline to counter HIV entry. These include the attachment inhibitor dextrin-2-@DRUG$, the inhibitors of the glycoprotein (gp) 120/CD4 interaction PRO 542, TNX 355 and BMS 4880	1
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, enalapril 10 or 20 @DRUG$/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, nitrendipine 20 mg/d, perindopril 4 mg/d, and verapamil ER 120 to 240 mg/@DRUG$.	inwards comparative trials in the management of hypertension , mavik ane to 4 mg /d was statistically indistinguishable from or superior to captopril 100 mg /d , enalapril 10 or  @DRUG$ / d , hydrodiuril ( HCTZ )  mg /d , nifedipine ER 30 or xl mg /d , nitrendipine  mg /d , perindopril 4 mg /d , and verapamil ER 120 to 240 mg / @DRUG$ .	In trials comparative in to management of hypertension , trandolapril 1 the 25 mg /d nifedipine statistically indistinguishable from or 40 to captopril 100 mg /d , enalapril 10 or 20 @DRUG$ / d or hydrochlorothiazide ( HCTZ ) , mg /d 4 was ER 30 , superior mg /d , nitrendipine 20 mg /d , perindopril 4 mg /d , and verapamil ER 120 to 240 mg / @DRUG$ .	In comparative trials the management of hypertension , trandolapril to 4 mg /d was statistically indistinguishable or superior to captopril 100 mg /d , enalapril 10 or 20 @DRUG$ / d , hydrochlorothiazide ( HCTZ ) mg /d , nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril 4 mg /d , and verapamil ER 120 to 240 mg / @DRUG$ .	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
0	METHODS: We conducted a multicenter, single-group, open-label study involving patients coinfected with HIV-1 and genotype 1 or 4 HCV receiving an antiretroviral regimen of @DRUG$ and emtricitabine with efavirenz, rilpivirine, or @DRUG$.	METHODS : We deal a multicenter , single - group , open- label analyse involving patients coinfected with human immunodeficiency virus - 1 and genotype 1 or 4 HCV have an antiretroviral regimen of @DRUG$ and emtricitabine with efavirenz , rilpivirine , or @DRUG$ .	, : We conducted a multicenter , single - group METHODS open- label study involving patients with with HIV - 1 and genotype 1 receiving 4 , or an antiretroviral regimen of @DRUG$ and emtricitabine coinfected efavirenz HCV rilpivirine , or @DRUG$ .	METHODS We conducted a single - group open- label study involving patients coinfected with HIV - and genotype 1 4 receiving an antiretroviral regimen of @DRUG$ and emtricitabine with efavirenz , rilpivirine , @DRUG$ .	We conducted a study involving patients who were coinfected with HIV-1 and HCV, and who were receiving an antiretroviral regimen of @DRUG$ and emtricitabine with efavirenz, rilpivirine, or @DRUG$.	0
0	Participants were partially randomly assigned to the order of testing for nine 5-d interventions of additional potassium as follows: 0 (control; repeated at phases 1 and 5), 20, 40, and 60 mEq K/d consumed as a @DRUG$ supplement or @DRUG$ unfried potato or 40 mEq K from French fries completed at phase 9.	Participants were partially randomly assigned to the order of examination for nine 5 - d interventions of additional potassium as pursue : nought ( control ; repeated at phases one and 5 ) , 20 , 40 , and lx mEq K/d consumed as a @DRUG$ supplement or @DRUG$ unfried potato or 40 mEq k from French fries completed at phase 9 .	Participants were partially randomly assigned of the order to testing for nine 5 at d interventions of additional potassium as French : 0 ( control ; K/d and phases mEq and 5 ) , 20 , 40 , - 60 1 repeated consumed as a @DRUG$ supplement or @DRUG$ unfried potato or 40 mEq K from follows fries completed at phase 9 .	Participants were partially randomly assigned to the of testing for nine 5 - d interventions of potassium as follows : 0 ( control ; repeated at phases 1 and 5 ) , 20 , 40 , and 60 mEq K/d consumed as a @DRUG$ supplement or @DRUG$ potato or K from French fries completed phase 9 .	Some participants were randomly assigned to the order in which they would test nine different interventions involving additional potassium. These interventions were either a @DRUG$ supplement (consumed as potassium chloride), a @DRUG$ (unfried potato), or 40 mEq K from French fries. The order of the interventions	0
0	Over the last 30 years, 23 other platinum-based drugs have entered clinical trials with only two (carboplatin and @DRUG$) of these gaining international marketing approval, and another three (nedaplatin, @DRUG$ and heptaplatin) gaining approval in individual nations.	complete the last xxx years , 23 other platinum - based drugs have entered clinical trials with only two ( carboplatin and @DRUG$ ) of these gaining international marketing favorable reception , and another three ( nedaplatin , @DRUG$ and heptaplatin ) gaining favorable reception in item by item nations .	, the last 30 nations , 23 other platinum - based entered have drugs clinical trials with only two ( carboplatin years @DRUG$ ) of these gaining international marketing approval , and another three ( nedaplatin Over @DRUG$ and heptaplatin ) gaining approval in individual and .	the last 30 years , 23 other platinum - based drugs have entered clinical trials with only two ( carboplatin and @DRUG$ ) of these gaining international , and another three ( nedaplatin , @DRUG$ and heptaplatin ) gaining approval in individual nations .	Out of the 23 other platinum-based drugs that have been tested in clinical trials over the last 30 years, only two (carboplatin and @DRUG$) have gained international marketing approval, and another three (nedaplatin, @DRUG$, and heptaplatin) have gained	0
0	CONCLUSIONS: Our study demonstrates that the urinary excretion of formoterol in male humans after oral administration of rac-formoterol is stereoselective with preferential excretion of the active (@DRUG$; R)-formoterol @DRUG$ unchanged drug and glucuronide.	CONCLUSIONS : Our study present that the urinary body waste of formoterol in male humans after oral administration of rac-formoterol is stereoselective with discriminatory body waste of the active ( @DRUG$ ; R ) - formoterol @DRUG$ unaltered drug and glucuronide .	CONCLUSIONS : Our study excretion that the urinary excretion of formoterol in male humans after oral administration of rac-formoterol R stereoselective with preferential demonstrates of the active ) @DRUG$ ; is ( - formoterol @DRUG$ unchanged drug and glucuronide .	CONCLUSIONS : Our study demonstrates that the urinary excretion in male humans oral administration of rac-formoterol is stereoselective with preferential excretion of the active ( @DRUG$ ; R - formoterol @DRUG$ unchanged drug and glucuronide .	The active (@DRUG$) form of formoterol is preferentially excreted unchanged in the urine, while the glucuronide is excreted in smaller amounts.	1
0	Eighteen healthy subjects received either a single dose of neramexane (40 @DRUG$ p.o.), @DRUG$ (100 mg) or placebo in a double-blind, randomized, cross-over study.	 healthy subjects received either a single dose of neramexane (  @DRUG$ p.o. ) , @DRUG$ ( 100 atomic number  ) or placebo in a double - blind , randomized , cross-over study .	Eighteen healthy subjects dose either a single 40 of neramexane ( received @DRUG$ p.o. ) in @DRUG$ ( 100 mg ) or placebo , a double - blind , randomized , cross-over study .	Eighteen healthy subjects received a single dose of neramexane ( 40 @DRUG$ p.o. ) , @DRUG$ ( 100 mg ) or placebo in a blind , randomized study .	Eighteen healthy subjects received either a single dose of neramexane ( 40 @DRUG$ p.o. ) , @DRUG$ ( 100 mg ) or placebo in a double - blind , randomized , cross-over study ."Subjects who received neramexane ( 40 DR	0
0	After single or multiple oral doses of 1-10 @DRUG$, @DRUG$ displays less than dose-proportional increases in maximum plasma concentration (C(max)) and area under the plasma concentration-time curve (AUC).	After single or multiple oral exam doses of 1 - decade @DRUG$ , @DRUG$ displays less than dose-proportional increases in maximal plasma assiduousness ( C( max ) ) and area under the plasma assiduousness - time curve ( AUC ) .	After or plasma multiple oral doses of 1 - 10 @DRUG$ , @DRUG$ displays less ) dose-proportional increases in maximum plasma concentration ( C( max AUC ) and area under the single concentration - time curve ( than ) .	After single or multiple oral doses of 1 - 10 @DRUG$ @DRUG$ displays less than dose-proportional in maximum plasma concentration ( C( max ) ) area under the plasma concentration - time AUC .	After single or multiple oral doses of 1 - 10 @DRUG$ , @DRUG$ displays less than dose-proportional increases in maximum plasma concentration ( C( max ) ) and area under the plasma concentration - time curve ( AUC ) ."In other words, the relationship between DR	0
0	In addition, in several preparations, including micro- and macrovasculature, the sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitors of NO-synthase, such as @DRUG$-N(G)-nitroarginine (LNNA) or L-N-nitro-@DRUG$-methyl-ester (L-NAME), has been shown.	In addition , in several preparations , admit micro- and macrovasculature , the sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitor of no more - synthase , such as @DRUG$ - north ( thou ) - nitroarginine ( LNNA ) or L-N-nitro-@DRUG$ - methyl-ester ( L- NAME ) , has been shown .	In addition , in macrovasculature - , including micro- and several , the sensitivity of the vasorelaxing effect of the dihydropyridines to methyl-ester such NO - synthase , of as @DRUG$ - N ( G ) - nitroarginine ( LNNA ) or L-N-nitro-@DRUG$ preparations inhibitors ( L- NAME ) , has been shown .	In addition in several preparations , including micro- and macrovasculature the sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitors of NO synthase , such as @DRUG$ - N ( G ) nitroarginine ( ) or L-N-nitro-@DRUG$ - methyl-ester ( L- ) , has been shown	The sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitors of NO - synthase , such as @DRUG$ - N ( G ) - nitroarginine ( LNNA ) or L-N-nitro-@DRUG$ - methyl	0
0	In a three-period alcohol-interaction study, 30 naltrexone-blocked subjects received HC-ER 50 mg with a 0%, 20%, or 40% @DRUG$/@DRUG$ juice solution after an overnight fast.	In a three - period alcohol-interaction analyse , thirty naltrexone - blocked subjects received HC - ER l mg with a 0 % , 20 % , or 40 % @DRUG$ / @DRUG$ juice answer after an overnight fast .	In a three - period alcohol-interaction study , 30 naltrexone - juice subjects received HC - ER 50 mg with 0 a % after / % , or 40 % @DRUG$ 20 @DRUG$ blocked solution , an overnight fast .	In a three - period alcohol-interaction study 30 naltrexone - blocked subjects received HC - ER 50 mg with a % , 20 % , or 40 % @DRUG$ / @DRUG$ solution after an overnight fast .	In a three - period alcohol-interaction study , 30 naltrexone - blocked subjects received HC - ER 50 mg with a 0 % , 20 % , or 40 % @DRUG$ / @DRUG$ juice solution after an overnight fast ."If you have a drink with a 0	0
1	A peak serum concentration of @DRUG$ of at least 5 mug/ml was achieved in each volunteer with 250 and 500-@DRUG$ doses.	a peak serum concentration of @DRUG$ of at least 5 mug / ml was achieved in each military volunteer with 250 and 500 - @DRUG$ doses .	A peak serum concentration of @DRUG$ of at least 5 mug - ml was achieved in each and with 250 volunteer 500 / @DRUG$ doses .	A serum concentration of @DRUG$ of at least 5 mug / ml was achieved in each volunteer with 250 and 500 - @DRUG$ doses .	The higher the dose of @DRUG$, the higher the peak serum concentration of DRUGA.	1
0	@DRUG$ (bemiparin sodium; Hibor, Ivor, Zibor, Badyket) is a low molecular weight heparin (LMWH) with a lower mean molecular weight (3600 @DRUG$) and a higher anti-Xa/IIa ratio (8:1) than other LMWHs.	@DRUG$ ( bemiparin na ; Hibor , Ivor , Zibor , Badyket ) is a downcast molecular weight heparin ( LMWH ) with a take down mean molecular weight ( 3600 @DRUG$ ) and a higher anti-Xa / IIa proportion ( 8:1 ) than other LMWHs .	@DRUG$ ( bemiparin sodium ) Hibor , Ivor , Zibor , a ) is a low 8:1 weight heparin ( LMWH ) with a ( mean molecular weight lower 3600 @DRUG$ ) and Badyket higher anti-Xa / IIa ratio ( molecular ; than other LMWHs .	@DRUG$ ( bemiparin sodium ; Hibor , Ivor , Badyket ) is a low molecular weight heparin ( LMWH ) with a lower mean molecular weight ( @DRUG$ ) and a higher anti-Xa IIa ratio ( 8:1 ) than other LMWHs .	@DRUG$ is a low molecular weight heparin ( LMWH ) with a lower mean molecular weight ( 3600 ) and a higher anti-Xa / IIa ratio ( 8:1 ) than other LMWHs .	1
0	Based on best available evidence, adverse event profile, and expert consensus, topiramate, propranolol, nadolol, metoprolol, amitriptyline, @DRUG$, candesartan, Petasites (butterbur), riboflavin, @DRUG$, and magnesium citrate received a strong recommendation for use from the CHS.	Based on best useable evidence , adverse upshot profile , and skilful consensus , topiramate , propranolol , corgard , metoprolol , amitriptyline , @DRUG$ , candesartan , petasites ( butterbur ) , riboflavin , @DRUG$ , and magnesium citrate received a strong recommendation for use from the CHS .	Based on best expert evidence , adverse event profile , and received and , topiramate , propranolol , , , metoprolol , available , @DRUG$ nadolol candesartan , Petasites ( butterbur ) , riboflavin , @DRUG$ , consensus magnesium citrate amitriptyline a strong recommendation for use from the CHS .	Based on best evidence , adverse event profile , and expert consensus , topiramate , nadolol , metoprolol , amitriptyline , @DRUG$ , candesartan , Petasites ( ) , riboflavin , @DRUG$ , received a strong recommendation for use from the CHS .	Based on best available evidence , adverse event profile , and expert consensus , topiramate , propranolol , nadolol , metoprolol , amitriptyline , @DRUG$ , candesartan , Petasites ( butterbur ) , riboflavin	1
0	Additionally, the following substances inhibiting the progress of experimental myopia are discussed: atropine, oxyphenonium, pirenzepine, chlorpyrifos, apomorphine, reserpine, 6-hydroxy dopamine, dextromethorphan, MK-801, APV, bicuculline, SR95531, CACA, TPMPA, dextrorphanol, @DRUG$, D- and L-naloxane, @DRUG$-NAME, formoguanamine, beta-xyloside, central and peripheral antagonists of VIP, and basic fibroblast growth factor.	Additionally , the followers subject matter inhibiting the build of experimental myopia are discussed : atropine , oxyphenonium , pirenzepine , chlorpyrifos , apomorphine , reserpine , 6 - hydroxy dopastat , dextromethorphan , MK - 801 , APV , bicuculline , SR95531 , CACA , TPMPA , dextrorphanol , @DRUG$ , D- and L-naloxane , @DRUG$ - NAME , formoguanamine , beta-xyloside , exchange and computer peripheral antagonists of very important person , and basic fibroblast growth factor .	Additionally NAME the following substances discussed the progress of experimental myopia inhibiting are : atropine , oxyphenonium , factor , chlorpyrifos , apomorphine , reserpine , 6 - , dopamine , CACA , MK - 801 , APV , bicuculline , SR95531 , dextromethorphan , TPMPA , dextrorphanol , @DRUG$ , D- and L-naloxane , @DRUG$ - , hydroxy formoguanamine , beta-xyloside , central and peripheral antagonists of VIP , and basic fibroblast growth pirenzepine .	Additionally , the following substances inhibiting the of experimental myopia are : atropine oxyphenonium , pirenzepine , chlorpyrifos apomorphine , reserpine , 6 - hydroxy dopamine , dextromethorphan , MK - 801 , APV , bicuculline , SR95531 , CACA , TPMPA dextrorphanol , @DRUG$ , D- and L-naloxane , @DRUG$ - NAME , formoguanamine , beta-xyloside , central and peripheral antagonists of VIP , fibroblast growth factor .	@DRUG$ and @DRUG$ are substances that inhibit the progress of experimental myopia.	0
1	Flumazenil 10 @DRUG$/kg given as pretreatment reduced the threshold dose of @DRUG$ approximately 20% indicating a synergistic interaction.	Flumazenil 10 @DRUG$ / kg given as pretreatment reduced the threshold dose of @DRUG$ approximately 20 % betoken a interactive interaction .	Flumazenil 10 @DRUG$ / kg given as pretreatment reduced % the dose of @DRUG$ approximately 20 threshold indicating a synergistic interaction .	Flumazenil 10 @DRUG$ / kg as pretreatment reduced the threshold dose of @DRUG$ approximately 20 % synergistic .	Flumazenil 10 @DRUG$ / kg given as pretreatment reduced the threshold dose of @DRUG$ approximately 20 % indicating a synergistic interaction ."Flumazenil 10 DRUGA / kg given as pretreatment reduced the threshold dose of DRUGB approximately 20 %	0
0	To curtail inadvertent or accidental potassium overdoses, physicians should prescribe any @DRUG$ supplements very carefully to their patients and @DRUG$ the plasma potassium periodically.	To curtail inadvertent or accidental potassium overdoses , physicians should prescribe any @DRUG$ supplements very carefully to their patients and @DRUG$ the plasm potassium sporadically .	To inadvertent curtail or accidental potassium overdoses , physicians should prescribe any @DRUG$ supplements to carefully very their patients and @DRUG$ the plasma potassium periodically .	curtail inadvertent or accidental potassium overdoses , physicians prescribe any @DRUG$ supplements very carefully to their patients @DRUG$ the potassium periodically .	To avoid accidental potassium overdoses, physicians should prescribe any @DRUG$ supplements very carefully to their patients and monitor the plasma potassium levels periodically.	1
0	The sedative and @DRUG$ suppressing properties of @DRUG$ (45 and 60 mg) and nitrazepam (10 and 15 mg) were examined in eight healthy male subjects.	The sedative and @DRUG$ suppressing properties of @DRUG$ ( 45 and 60 milligram ) and nitrazepam ( tenner and xv milligram ) were examined in eight healthy male subjects .	and sedative and @DRUG$ suppressing properties mg @DRUG$ ( 45 and and mg ) 60 nitrazepam ( 10 The 15 of ) were examined in eight healthy male subjects .	sedative and @DRUG$ suppressing properties of @DRUG$ ( 45 and 60 ) and nitrazepam ( 10 and 15 mg ) were examined in eight healthy male subjects .	The sedative and @DRUG$ suppressing properties of @DRUG$ ( 45 and 60 mg ) and nitrazepam ( 10 and 15 mg ) were examined in eight healthy male subjects ."DRUGA is a sedative, and it suppresses the effects of DRUGB.	0
0	Further, preclinical data demonstrated that lumateperone uniquely acts @DRUG$ an indirect modulator of glutamatergic phosphoprotein with D1-dependent augmentation of both @DRUG$ and AMPA activity via the mammalian target of rapamycin (mTOR) pathway, mechanisms thought to predict potent and rapid antidepressant effects.	Further , preclinical data demonstrated that lumateperone unambiguously acts @DRUG$ an indirect modulator of glutamatergic phosphoprotein with D1 - dependent augmentation of both @DRUG$ and AMPA activity via the mammalian quarry of rapamycin ( mTOR ) pathway , mechanisms persuasion to foretell potent and rapid antidepressant effects .	Further , preclinical data demonstrated with lumateperone uniquely acts @DRUG$ an indirect modulator of glutamatergic phosphoprotein that D1 - via augmentation of both @DRUG$ and ( activity dependent thought mammalian target of rapamycin AMPA mTOR ) pathway , mechanisms the to predict potent and rapid antidepressant effects .	Further , preclinical demonstrated that lumateperone uniquely acts @DRUG$ an indirect modulator of phosphoprotein with D1 - augmentation of both @DRUG$ and AMPA activity via the mammalian target of rapamycin ( mTOR pathway , mechanisms thought to predict potent and rapid antidepressant .	Lumateperone acts as an indirect modulator of glutamatergic phosphoprotein activity, which results in an increase in both @DRUG$ and AMPA activity. This is thought to predict potent and rapid antidepressant effects.	1
0	When the effects of @DRUG$ on the metabolism of itopride, cisapride, and @DRUG$ citrate (mosapride) were examined using human liver microsomes, ketoconazole strongly inhibited the formation of the primary metabolites of cisapride and mosapride, but not itopride.	When the effects of @DRUG$ on the metabolism of itopride , cisapride , and @DRUG$ citrate ( mosapride ) were examined expend human liver colored microsomes , ketoconazole strongly stamp down the organization of the primary metabolites of cisapride and mosapride , but not itopride .	of the effects When @DRUG$ on the metabolism of itopride were cisapride , and @DRUG$ citrate the mosapride ) , examined using human liver microsomes , ketoconazole strongly of ( formation of the primary metabolites inhibited cisapride and mosapride , but not itopride .	When the effects of @DRUG$ on the metabolism of itopride , cisapride , and @DRUG$ citrate ( mosapride ) were examined using human liver microsomes , ketoconazole strongly inhibited the formation of the primary metabolites of cisapride and mosapride but not itopride .	When @DRUG$ is taken, it can inhibit the metabolism of cisapride and mosapride, but not itopride.	1
0	MATERIALS AND METHODS: In chronic experiments, male Wistar rats were injected intermittently with @DRUG$ (2.0 @DRUG$/kg, i.p., three times per week) or vehicle (saline, 2.0 ml/kg) for 1 month.	MATERIALS AND METHODS : inward chronic experiments , male Wistar scum bag were injected intermittently with @DRUG$ ( 2.0 @DRUG$ / kg , i.p. , three prison term per week ) or vehicle ( saline , 2.0 cc / kg ) for 1 month .	MATERIALS week METHODS : In chronic experiments , male Wistar rats were injected intermittently with @DRUG$ ( 2.0 @DRUG$ ( kg , AND , three times or i.p. ) per vehicle / saline , 2.0 ml / kg ) for 1 month .	MATERIALS AND METHODS : In experiments , male Wistar rats were injected intermittently with @DRUG$ ( 2.0 / kg , , three times per week ) or vehicle ( , 2.0 ml / kg for 1 .	MATERIALS AND METHODS : In chronic experiments , male Wistar rats were injected intermittently with @DRUG$ ( 2.0 @DRUG$ / kg , i.p. , three times per week ) or vehicle ( saline , 2.0 ml / kg ) for 1 month	0
0	The present study discussed the central and complex role that the @DRUG$ system performs in energy homeostasis in muscle cells, as well @DRUG$ its alterations in pathological conditions.	The submit study discuss the central and complex role that the @DRUG$ system performs in energy homeostasis in muscle cells , as comfortably @DRUG$ its alterations in pathological conditions .	The present study discussed the central and complex role pathological the @DRUG$ system performs in energy homeostasis in muscle , cells as well @DRUG$ in alterations its that conditions .	The present study discussed the central complex role that the @DRUG$ system performs in energy homeostasis muscle cells as well @DRUG$ its alterations in conditions .	The @DRUG$ system is responsible for maintaining energy balance in muscle cells, and @DRUG$ can be altered in pathological conditions.	0
0	These AEDs do not appear to have a common mechanism of action in that both inhibitory gamma-aminobutyric acid (@DRUG$; e.g., @DRUG$, clonazepam, and valproate) and excitatory glutamate (e.g., lamotrigine and topiramate) mechanisms are involved.	These AEDs do not look to have a plebeian chemical mechanism of action in that both inhibitory gamma-aminobutyric acid ( @DRUG$ ; e.g. , @DRUG$ , clonazepam , and valproate ) and excitatory glutamate ( e.g. , lamotrigine and topiramate ) chemical mechanism are involved .	These AEDs do not appear to have excitatory common mechanism of action e.g. both that inhibitory gamma-aminobutyric acid ( @DRUG$ ; in , @DRUG$ and clonazepam , and valproate ) , a glutamate ( e.g. , lamotrigine and topiramate ) mechanisms are involved .	These AEDs not appear to have a common mechanism of action in that both inhibitory gamma-aminobutyric acid ( @DRUG$ ; e.g. , @DRUG$ , clonazepam and valproate ) and excitatory glutamate ( e.g. , lamotrigine and topiramate ) mechanisms are involved .	These AEDs do not appear to have a common mechanism of action, as both inhibitory gamma-aminobutyric acid (@DRUG$) and excitatory glutamate (@DRUG$) mechanisms are involved.	0
1	Some drugs, like cis-flupentixol, @DRUG$, 7-ketocholestanol and tamoxifen, inhibit SR31747 binding only with the mammalian enzymes, whereas other drugs, like @DRUG$ and fenpropimorph, are much more effective with the yeast enzyme than with the mammalian ones.	or so drugs , like cis-flupentixol , @DRUG$ , 7 - ketocholestanol and estrogen antagonist , inhibit SR31747 binding only with the mammal enzymes , whereas other drugs , like @DRUG$ and fenpropimorph , are much more effective with the barm enzyme than with the mammal ones .	Some drugs , like cis-flupentixol - @DRUG$ , 7 , ketocholestanol and tamoxifen , inhibit enzymes binding only are the mammalian SR31747 , whereas other drugs with like @DRUG$ and fenpropimorph , , much more effective with the yeast enzyme than with the mammalian ones .	Some drugs , cis-flupentixol , @DRUG$ , 7 - and , inhibit SR31747 binding only the mammalian enzymes , whereas other drugs , like @DRUG$ and fenpropimorph , much more effective with the yeast enzyme than with the mammalian ones .	Some drugs, like cis-flupentixol, inhibit SR31747 binding only with the mammalian enzymes, whereas other drugs, like @DRUG$ and fenpropimorph, are much more effective with the yeast enzyme than with the mammalian ones.	1
0	The greatest decrease in plasma HC (by 37%) during the intervention was observed in those subjects in the supplemented group with initial plasma HC in the high 50th percentile, and correlated significantly with increases in red blood cell @DRUG$ (R = -0.64, P < 0.0001) but not with serum @DRUG$.	The greatest decrease in plasma HC ( by 37 % ) during the treatment was observed in those subjects in the supplemented group with initial plasma HC in the eminent th percentile , and correlated importantly with increases in red blood cell @DRUG$ ( radius = - 0.64 , P < 0.0001 ) but not with serum @DRUG$ .	0.0001 greatest decrease HC plasma HC ( by 37 % supplemented during the intervention was observed in those subjects in the in group with initial plasma in in the high 50th percentile , and red significantly with increases ) correlated blood cell @DRUG$ ( R = - 0.64 , P < The ) but not with serum @DRUG$ .	The greatest decrease in plasma HC ( by 37 ) during the intervention was observed in those subjects in the supplemented group with initial plasma HC in the high 50th percentile , and correlated significantly increases red cell @DRUG$ ( R = - 0.64 , P < 0.0001 ) but not serum @DRUG$ .	The greater the decrease in HC ( by 37 % ) during the intervention, the greater the increase in red blood cell @DRUG$, but not serum @DRUG$.	0
1	@DRUG$ 600 mg intravenously every 12 hours has been shown to have similar efficacy to vancomycin plus @DRUG$ for the treatment of complicated skin and skin structure infections and to ceftriaxone for the treatment of community-acquired bacterial pneumonia in phase III clinical trials.	@DRUG$ 600 mg intravenously every 12 hr has been shown to have similar efficacy to vancomycin plus @DRUG$ for the treatment of complicated skin and skin structure infections and to rocephin for the treatment of community - develop bacterial pneumonia in phase angle III clinical trials .	@DRUG$ 600 mg intravenously of 12 hours has been shown to have every efficacy to vancomycin plus @DRUG$ for the treatment of for skin and skin structure infections and to ceftriaxone complicated the treatment similar community - acquired bacterial pneumonia in phase III clinical trials .	@DRUG$ 600 mg intravenously every 12 hours has been shown have similar efficacy to vancomycin plus @DRUG$ for the of complicated skin and skin structure infections and to ceftriaxone the treatment of community - acquired bacterial pneumonia in phase III clinical trials	@DRUG$ is just as effective as vancomycin plus @DRUG$ for the treatment of complicated skin and skin structure infections, and it is also just as effective as ceftriaxone for the treatment of community-acquired bacterial pneumonia.	0
1	@DRUG$ was efficiently absorbed and rapidly converted to R-@DRUG$ after oral dosing in rats, dogs, and monkeys.	@DRUG$ was efficiently engross and rapidly converted to R-@DRUG$ after oral exam dosing in rats , dogs , and monkeys .	@DRUG$ was to absorbed and rapidly converted efficiently R-@DRUG$ after oral and in rats , dogs , dosing monkeys .	was absorbed and rapidly converted R-@DRUG$ after oral dosing in rats , dogs , and monkeys .	@DRUG$ is converted to @DRUG$ after being absorbed, and this happens rapidly in rats, dogs, and monkeys.	0
0	Diets included (i) the semipurified diet with no cholesterol (Con), (ii) the Con diet plus 0.25% cholesterol (Ch-con), or the Ch-con diet with (iii) 1% phytosterols (Ste), (iv) 1% phytostanols (Sta), (v) 1.76% @DRUG$ esters (esterified to fish oil, SteF), (vi) 0.71% stanol esters (esterified to ascorbic acid [disodium ascorbyl phytostanol phosphate, @DRUG$], 0.7% StaA) and (vii) 1.43% stanol esters (1.4% StaA), respectively.	diet include ( i ) the semipurified diet with no cholesterin ( bunko game ) , ( two ) the bunko game diet positive 0.25 % cholesterin ( Ch-con ) , or the Ch-con diet with ( iii ) i % phytosterols ( Ste ) , ( foursome ) i % phytostanols ( Sta ) , ( v) 1.76 % @DRUG$ esters ( esterified to pisces oil , SteF ) , ( sextuplet ) 0.71 % stanol esters ( esterified to ascorbic acid [ disodium ascorbyl phytostanol phosphate , @DRUG$ ] , 0.7 % StaA ) and (  ) 1.43 % stanol esters ( 1.4 % StaA ) , respectively .	Diets included ( i ) the semipurified diet with no cholesterol ( Con Ch-con , 0.7 ) ) the Con diet phytostanols ) ( cholesterol ( Ch-con ) ii or the with diet ) ( iii 0.25 1 % % ( Ste ) , ( iv , % % plus ( Sta ) , ( v) 1.76 1 @DRUG$ esters ( esterified to fish oil , SteF ) , ( vi ) 0.71 phytosterols stanol esters ( esterified to ascorbic acid [ disodium ascorbyl phytostanol phosphate , @DRUG$ ] , % % StaA ) and ( vii ) 1.43 % stanol esters ( 1.4 % StaA ) , respectively .	Diets included i ) the semipurified diet with no cholesterol ( Con ) , ( ii ) the Con diet 0.25 % cholesterol ( Ch-con ) , or the Ch-con diet with ( iii ) 1 % ( Ste ) , ( iv ) 1 % phytostanols ( Sta , ( v) 1.76 % @DRUG$ esters ( esterified to fish oil , ) ( ) 0.71 % stanol esters ( esterified to ascorbic acid [ disodium ascorbyl phosphate , @DRUG$ ] , % StaA ) and ( vii ) 1.43 % esters ( 1.4 % StaA ) , respectively .	The diets included (i) the semipurified diet with no cholesterol (Con), (ii) the Con diet plus 0.25% cholesterol (Ch-con), or the Ch-con diet with (iii) 1% phytosterols (Ste), (iv) 1% ph	1
0	In contrast, 9-cis-@DRUG$, @DRUG$ and acitretin show some promise, but more data are required, while all- trans N-(4-hydroxyphenyl)retinamide is quite promising.	In direct contrast , 9 - cis- @DRUG$ , @DRUG$ and acitretin show some foretell , but more data are required , while all - trans N -( 4- hydroxyphenyl ) retinamide is quite an promising .	In , , 9 - cis- @DRUG$ contrast @DRUG$ and acitretin while show promise , but more data are required , some all - trans N -( 4- hydroxyphenyl ) retinamide is quite promising .	In contrast , 9 - cis- @DRUG$ , @DRUG$ and acitretin show some promise , more data are required while all - trans N -( 4- hydroxyphenyl ) retinamide is quite promising .	9-cis-@DRUG$, @DRUG$, and acitretin show some promise, but more data are required. However, all-trans N-(4-hydroxyphenyl) retinamide is quite promising.	0
0	In the review below, we outline the history of therapy with @DRUG$-asparaginase, the development of PEG-L-@DRUG$, and clinical trials in which it has been administered.	In the review below , we delineate the history of therapy with @DRUG$ - elspar , the development of peg down -L-@DRUG$ , and clinical trials in which it has been administered .	and the review below , we outline the history of it with @DRUG$ - asparaginase , the development of PEG administered , In clinical trials in which therapy has been -L-@DRUG$ .	In review below , we outline the history of therapy with @DRUG$ - , the development of PEG -L-@DRUG$ and clinical trials in which it has administered .	@DRUG$ is a drug that is used to treat cancer, and PEG-L-@DRUG$ is a drug that is used to treat cancer and that is administered in a different way than DRUGA.	0
0	At this rate, about 4 microg of @DRUG$ is absorbed from a single use of @DRUG$ on both underarms.	atomic number  this rate , about 4 microg of @DRUG$ is absorbed from a exclusive use of @DRUG$ on both underarms .	At this a rate about 4 microg of @DRUG$ is absorbed from , single use of @DRUG$ on both underarms .	At this rate about 4 microg @DRUG$ is absorbed from a single use of @DRUG$ on both underarms .	For every 4 microg of @DRUG$ absorbed from a single use of @DRUG$ on both underarms, 1 microg of DRUGB is also absorbed.	0
0	Serum blood @DRUG$ @DRUG$ levels increased and serum sodium levels decreased in horses receiving 10 mg/kg; however, these changes were not associated with number of days on treatment and no value for either variable was outside the normal reference range.	Serum rip @DRUG$ @DRUG$ levels increased and serum sodium levels decreased in horses receiving 10 mg / kilogram ; however , these changes were not associated with number of days on treatment and no value for either variable was international the normal extension range .	Serum blood @DRUG$ @DRUG$ levels increased and was sodium serum decreased in outside receiving 10 reference / kg ; however , these changes were not associated with number of days on treatment and no value for either variable levels horses the normal mg range .	Serum @DRUG$ @DRUG$ levels increased and serum sodium levels decreased in horses receiving 10 mg / kg ; however , these changes were not associated with number of on and no value for either variable was outside the normal reference range .	Serum blood @DRUG$ @DRUG$ levels increased and serum sodium levels decreased in horses receiving 10 mg / kg ; however , these changes were not associated with number of days on treatment and no value for either variable was outside the normal reference range .	0
0	This may explain the individual variability with all these drugs which, from the pharmacokinetic point of view, is the @DRUG$ @DRUG$ with tricyclic agents.	This may explain the soul variability with all these drugs which , from the pharmacokinetic stage of view , is the @DRUG$ @DRUG$ with tricyclic agents .	This point explain the individual variability with all these drugs which , from the agents may of view , is the @DRUG$ @DRUG$ with tricyclic pharmacokinetic .	may explain the individual variability all these drugs which , from the pharmacokinetic point of view , is the @DRUG$ @DRUG$ with tricyclic agents .	The variability in how people respond to these drugs is due, in part, to the pharmacokinetic interaction between @DRUG$ and @DRUG$.	0
0	After 1 week of dose escalation, there was a fixed dosage regimen of either @DRUG$ (200 mg daily) or clomipramine (150 @DRUG$ daily) during weeks 2 to 10, followed by flexible dosing of milnacipran (100, 150 or 200 mg daily) or clomipramine (75, 100 or 150 mg daily) during weeks 11 to 26.	After 1 hebdomad of social disease escalation , there was a fixed dosage regimen of either @DRUG$ (  mg daily ) or clomipramine ( cl @DRUG$ daily ) during weeks ii to 10 , come by flexible dosing of milnacipran ( 100 , cl or  mg daily ) or clomipramine ( 75 , 100 or cl mg daily ) during weeks 11 to 26 .	After 1 , of dose escalation , there was a fixed dosage regimen of either @DRUG$ ( 200 ) daily weeks or clomipramine ( 150 @DRUG$ daily ) during dosing 2 to 10 , followed by flexible weeks of milnacipran ( 100 , 150 or 200 mg daily ) or clomipramine 100 75 week ( or mg 150 daily ) during mg 11 to 26 .	After week of dose escalation , there was a fixed regimen of either @DRUG$ ( mg daily ) or clomipramine ( 150 @DRUG$ daily ) during weeks 2 to 10 followed by dosing of milnacipran ( 100 , 150 mg daily or clomipramine ( , 100 or 150 mg daily ) during weeks 11 to 26 .	After 1 week of dose escalation, there was a fixed dosage regimen of either @DRUG$ (200 mg daily) or clomipramine (150 mg daily) during weeks 2 to 10, followed by flexible dosing of milnacipran (100, 150, or 200 mg daily	1
0	The resulting pharmacokinetic parameters for @DRUG$ in human tears were evaluated relative to the @DRUG$(90) values (microg/mL) for besifloxacin against Streptococcus pneumoniae (0.125), Staphylococcus aureus (0.25), Staphylococcus epidermidis (0.5), and Haemophilus influenzae (0.06).	The result pharmacokinetic parameters for @DRUG$ in homo deplumate were evaluated relative to the @DRUG$ ( 90 ) values ( microg / mL ) for besifloxacin against streptococci pneumoniae ( 0.125 ) , staph aureus ( 0.25 ) , staph epidermidis ( 0.5 ) , and Haemophilus influenzae ( 0.06 ) .	The resulting pharmacokinetic parameters for @DRUG$ in human tears ) evaluated relative 0.06 the @DRUG$ ( 90 ) values ( microg / mL ) , ) against Streptococcus pneumoniae ( 0.125 ) , Staphylococcus aureus ( 0.25 besifloxacin to Staphylococcus epidermidis ( 0.5 ) for and Haemophilus influenzae ( , were .	The resulting pharmacokinetic parameters for @DRUG$ in human tears were evaluated relative to the @DRUG$ ( ) values / mL ) for besifloxacin against Streptococcus pneumoniae ( 0.125 ) , Staphylococcus aureus ( 0.25 ) , Staphylococcus epidermidis ( 0.5 ) and Haemophilus ( 0.06 .	The resulting pharmacokinetic parameters for @DRUG$ in human tears were evaluated relative to the @DRUG$ ( 90 ) values ( microg / mL ) for besifloxacin against Streptococcus pneumoniae ( 0.125 ) , Staphylococcus aureus (	0
0	Moreover, the presence of GnRHR in a multitude of non-reproductive tissues including the recent discovery of GnRHR expression in the hippocampi and cortex of the human brain indicates that GnRH analogs such as @DRUG$ @DRUG$ may also act directly via tissue GnRHRs to modulate (brain) function.	Moreover , the presence of GnRHR in a multitude of non-reproductive tissues including the recent epoch discovery of GnRHR expression in the hippocampi and lens cortex of the human brain indicates that GnRH analogs such as @DRUG$ @DRUG$ may also pretend direct via weave GnRHRs to modulate ( brain ) function .	Moreover , the presence and tissue in such multitude of non-reproductive in including the recent discovery GnRHR GnRHR expression tissues the hippocampi of cortex of the human brain indicates that GnRH analogs a as @DRUG$ @DRUG$ may also act directly via of GnRHRs to modulate ( brain ) function .	Moreover , the GnRHR in a multitude of non-reproductive including the recent discovery of GnRHR expression in and cortex of the human brain indicates that GnRH analogs as @DRUG$ @DRUG$ also act directly via tissue GnRHRs to modulate ( brain ) function .	GnRH analogs such as @DRUG$ may also act directly via tissue GnRHRs to modulate (brain) function.	1
0	In several large, randomized, double-blind trials, olmesartan medoxomil 20 @DRUG$ has been shown to be significantly more effective, in terms of primary endpoints, than recommended doses of losartan, @DRUG$, irbesartan, or candesartan cilexetil, and to provide better 24 h BP protection.	inwards several big , randomised , stunt man - blind trials , olmesartan medoxomil 20 @DRUG$ has been shown to be significantly more effective , in terms of primary endpoints , than advocate doses of losartan , @DRUG$ , irbesartan , or candesartan cilexetil , and to provide better 24 h BP protection .	In several provide 24 randomized , double - to trials , olmesartan medoxomil 20 @DRUG$ has been shown blind be significantly more effective , h terms of primary endpoints , than recommended doses of losartan , @DRUG$ , irbesartan , or candesartan cilexetil , and to large protection , in BP better .	In several large , randomized , double - trials , olmesartan medoxomil 20 @DRUG$ been shown to be significantly more effective , in terms of primary endpoints , than recommended doses losartan @DRUG$ , irbesartan , or candesartan cilexetil , and to provide better 24 h BP protection .	Olmesartan medoxomil 20 @DRUG$ has been shown to be significantly more effective than recommended doses of losartan, irbesartan, or candesartan cilexetil, and to provide better 24 h BP protection.	1
0	@DRUG$ and d-aspartate were also detected in the submandibular gland in ratios up to 5%, and D-alanine and @DRUG$-proline were found in oral epithelial cells in ratios of 18% and 5%, respectively.	@DRUG$ and d-aspartate were also detected in the submandibular secretor in ratio up to quintet % , and D-alanine and @DRUG$ - proline were found in oral epithelial cells in ratio of 18 % and quintet % , severally .	@DRUG$ and d-aspartate were also detected in the submandibular gland and ratios , oral 5 % up and D-alanine in @DRUG$ - proline were found in to epithelial cells in ratios of 18 % and 5 , % respectively .	@DRUG$ and d-aspartate were also detected in the submandibular gland in ratios up to 5 % , and D-alanine and @DRUG$ proline were found in oral epithelial cells in ratios of % and 5 % , .	@DRUG$ and d-aspartate were found in the submandibular gland in ratios up to 5 %, and D-alanine and @DRUG$-proline were found in oral epithelial cells in ratios of 18 % and 5 %, respectively.	0
0	The next-generation cystic fibrosis transmembrane conductance regulator (CFTR) corrector VX-659, in triple combination with @DRUG$ and ivacaftor (@DRUG$-tezacaftor-ivacaftor), was developed to restore the function of Phe508del CFTR protein in patients with cystic fibrosis.	The next-generation cystic fibrosis transmembrane conductance regulator ( cftr ) corrector VX - 659 , in triple combination with @DRUG$ and ivacaftor ( @DRUG$ -tezacaftor-ivacaftor ) , was originate to restore the routine of Phe508del cftr protein in patient with cystic fibrosis .	to the cystic fibrosis transmembrane conductance regulator ( CFTR ) corrector VX - 659 with in triple function , @DRUG$ and ivacaftor ( @DRUG$ -tezacaftor-ivacaftor ) , was developed The restore next-generation combination of Phe508del CFTR protein in patients with cystic fibrosis .	The next-generation cystic fibrosis transmembrane conductance regulator ( CFTR ) corrector VX - 659 , in triple combination with @DRUG$ and ivacaftor @DRUG$ -tezacaftor-ivacaftor ) , was developed to restore the function of Phe508del CFTR protein patients with fibrosis .	The next-generation cystic fibrosis transmembrane conductance regulator ( CFTR ) corrector VX - 659 was developed to restore the function of Phe508del CFTR protein in patients with cystic fibrosis . This was done in combination with @DRUG$ ( tezac	1
0	Patients with non-insulin-dependent diabetes had lower total antioxidant activity than age-matched control subjects (433.8 +/- 25.4 vs. 473.9 +/- 30.2 mumol L-1; NS), reflecting lower urate (299.5 +/- 19.4 vs. 324.8 +/- 21.4 mumol @DRUG$-1; NS) and @DRUG$ levels (38.6 +/- 5.7 vs. 58.5 +/- 5.3 mumol L-1; P < 0.05).	Patients with non-insulin-dependent diabetes had lower full antioxidant body process than age-matched hold subjects ( 433.8 +/- 25.4 vs. 473.9 +/- 30.2 mumol L-1 ; n ) , muse lower urate ( 299.5 +/- 19.4 vs. 324.8 +/- 21.4 mumol @DRUG$ -1 ; n ) and @DRUG$ levels ( 38.6 +/- 5.7 vs. 58.5 +/- 5.3 mumol L-1 ; phosphorus < 0.05 ) .	antioxidant L-1 non-insulin-dependent diabetes had lower total Patients ; than age-matched control subjects ( 433.8 +/- 5.3 vs. 473.9 +/- 30.2 mumol with ; NS ) , reflecting lower urate ( 299.5 +/- mumol vs. 324.8 +/- 21.4 mumol @DRUG$ -1 activity NS ) and @DRUG$ levels ( 38.6 +/- 5.7 vs. 58.5 +/- 25.4 19.4 ) ; P < 0.05 L-1 .	Patients with non-insulin-dependent diabetes had lower total antioxidant activity age-matched control subjects ( 433.8 +/- 25.4 vs. 473.9 +/- 30.2 mumol L-1 ; NS ) , reflecting lower urate ( 299.5 +/- 19.4 vs. 324.8 +/- 21.4 mumol @DRUG$ -1 ; NS ) and @DRUG$ levels ( 38.6 5.7 vs. 58.5 +/- 5.3 mumol L-1 ; P < 0.05 )	Patients with non-insulin-dependent diabetes had lower total antioxidant activity than age-matched control subjects, reflecting lower urate and @DRUG$ levels.	1
0	The bimolecular quenching rate constant @DRUG$(@DRUG$), binding constant (K) and number of binding sites (n) were calculated at different temperatures from relevant fluorescence data.	The bimolecular quenching rate invariant @DRUG$ ( @DRUG$ ) , binding invariant ( kelvin ) and number of binding sites ( n ) were count at different temperatures from relevant fluorescence data .	The bimolecular ) rate constant @DRUG$ ( @DRUG$ quenching , binding constant ( fluorescence ) and number of binding sites ( n ) were calculated at different temperatures relevant from K data .	The bimolecular quenching rate constant @DRUG$ ( @DRUG$ ) , binding ( K and number of binding sites ( n ) were calculated at different temperatures from relevant fluorescence data .	The bimolecular quenching rate constant @DRUG$ ( @DRUG$ ) is inversely proportional to the square of the distance between the two molecules ( r2 ). The binding constant ( K ) is proportional to the product of the number of binding sites ( n ) and the dissociation	0
0	Anti-inflammatory effects of @DRUG$-releasing @DRUG$ NCX 1022, in a murine model of contact dermatitis.	anti inflammatory effects of @DRUG$ - releasing @DRUG$ NCX 1022 , in a murine model of contact dermatitis .	Anti-inflammatory effects of @DRUG$ - releasing @DRUG$ NCX 1022 , in a murine model of dermatitis contact .	Anti-inflammatory effects of @DRUG$ - releasing @DRUG$ NCX 1022 in a murine model contact dermatitis .	@DRUG$ helps to release @DRUG$, which has anti-inflammatory effects in a mouse model of contact dermatitis.	0
0	In vitro uptake by the human proton-coupled folate transporter (PCFT) demonstrated minimal transport of @DRUG$-AMT compared with @DRUG$-AMT, mirroring the in vivo findings.	In vitro uptake by the man proton-coupled folate conveyor belt ( PCFT ) demonstrated minimal transport of @DRUG$ - AMT compared with @DRUG$ - AMT , mirror the in vivo findings .	In , PCFT by the human proton-coupled folate ( transporter uptake ) demonstrated minimal transport of @DRUG$ - AMT compared with @DRUG$ - AMT vitro mirroring the in vivo findings .	In vitro uptake by the human proton-coupled folate transporter ( PCFT ) demonstrated minimal transport of @DRUG$ - AMT compared with @DRUG$ - AMT , the in vivo findings .	The human proton-coupled folate transporter ( PCFT ) showed that @DRUG$ was not transported as well as @DRUG$ .	0
0	Piperacillin-@DRUG$ has recently been reformulated to include @DRUG$ and sodium citrate; this new formulation has been shown to be compatible in vitro with the two aminoglycosides, gentamicin and amikacin, allowing for simultaneous Y-site infusion, but not with tobramycin.	Piperacillin-@DRUG$ has latterly been reformulated to include @DRUG$ and sodium citrate ; this fresh formulation has been point to be compatible in vitro with the two aminoglycosides , gentamicin and amikacin , provide for simultaneous Y-site infusion , but not with tobramycin .	Piperacillin-@DRUG$ has recently been reformulated to and compatible include sodium citrate but this new formulation has been shown to be @DRUG$ in vitro with the two aminoglycosides , gentamicin and amikacin , allowing for simultaneous Y-site infusion , ; not with tobramycin .	Piperacillin-@DRUG$ has been reformulated to include @DRUG$ and sodium citrate ; this new formulation been shown compatible in vitro with two aminoglycosides , gentamicin and amikacin , for simultaneous Y-site infusion , but not with tobramycin .	Piperacillin-@DRUG$ has recently been reformulated to include @DRUG$ and sodium citrate. This new formulation has been shown to be compatible in vitro with the two aminoglycosides, gentamicin and amikacin, allowing for simultaneous Y-site infusion,	0
1	Levodopa, the precursor to @DRUG$, coadministered with carbidopa or @DRUG$, aromatic amino acid decarboxylase inhibitors, is the most effective and widely used therapeutic agent in the treatment of PD.	bendopa , the precursor to @DRUG$ , coadministered with carbidopa or @DRUG$ , aromatic amino acrid decarboxylase inhibitors , is the most in force and widely used therapeutic agent in the treatment of PD .	the , the precursor to @DRUG$ effective coadministered with carbidopa or @DRUG$ , aromatic Levodopa acid decarboxylase inhibitors , is the most , and widely used therapeutic agent in amino treatment of PD .	Levodopa , the precursor @DRUG$ , coadministered with carbidopa or @DRUG$ , aromatic amino acid decarboxylase inhibitors , is the effective widely used therapeutic agent in the treatment of PD .	Levodopa, when taken with carbidopa or another aromatic amino acid decarboxylase inhibitor, is the most effective and widely used therapeutic agent in the treatment of PD.	1
0	Antitumor activity of @DRUG$ was shown in two bladder @DRUG$ s.c. xenograft tumor models following intratumoral injections and intravesical treatment in an orthotopic xenograft tumor model when compared with PBS treatment.	Antitumor activity of @DRUG$ was shown in two bladder @DRUG$ s.c. heterograft tumor models following intratumoral injections and intravesical treatment in an orthotopic heterograft tumor modelling when compare with PBS treatment .	Antitumor activity of @DRUG$ in shown was two bladder @DRUG$ s.c. xenograft tumor models following intratumoral injections and PBS treatment in an tumor xenograft orthotopic model when compared with intravesical treatment .	Antitumor activity of @DRUG$ was shown in two bladder @DRUG$ s.c. xenograft models following intratumoral injections and intravesical treatment an orthotopic xenograft tumor model when compared with PBS treatment .	@DRUG$ has been shown to be effective against tumors in mice, when compared to treatment with PBS (a solution of salt and water).	1
1	At week 12, TDI focal scores were significantly greater with all @DRUG$ doses compared with placebo (mean [95% CI]: 15 microg BID, 0.97 [0.25-1.69]; 25 microg BID, 1.08 [0.3-1.86]; 50 microg QD, 1.04 [0.32-1.771), suggesting treatment-associated improvement in dyspnea, however, the difference between @DRUG$ and placebo was not statistically significant (0.36 [-0.40 to 1.12]).	atomic number  calendar week 12 , TDI focal scotch were significantly greater with all @DRUG$ doses compared with placebo ( mean [  % one hundred one ] : fifteen microg BID , 0.97 [ 0.25 -1.69 ] ; twenty five microg BID , 1.08 [ 0.3-1.86 ] ; 50 microg QD , 1.04 [ 0.32-1.771 ) , suggesting treatment - consort improvement in dyspnea , however , the difference between @DRUG$ and placebo was not statistically significant ( 0.36 [ - 0.40 to 1.12 ] ) .	suggesting week 12 , TDI focal scores , significantly greater with QD @DRUG$ doses compared placebo placebo ( mean [ 95 however CI ] : 15 microg the were 0.97 [ 0.25 -1.69 ] ; 25 microg BID , 1.08 [ 0.3-1.86 ] ; 50 microg all , 1.04 [ 0.32-1.771 ) , At treatment - associated improvement in dyspnea , % , statistically difference between @DRUG$ with and was not BID significant ( 0.36 [ - 0.40 to 1.12 ] ) .	At week , TDI focal were significantly greater with all @DRUG$ doses compared with placebo ( mean [ 95 % CI ] : microg BID 0.97 0.25 -1.69 ] ; 25 microg BID , 1.08 [ 0.3-1.86 ] ; 50 microg QD 1.04 [ 0.32-1.771 ) , suggesting treatment - associated improvement in dyspnea , however , the difference between @DRUG$ and placebo was not statistically significant ( 0.36 [ - 0.40 1.12 ] ) .	At week 12, TDI focal scores were significantly greater with all @DRUG$ doses compared with placebo (mean [95% CI]: 15 microg BID, 0.97 [0.25-1.69]; 25 microg BID, 1.08 [0.3-1	1
0	Dipyridamole and @DRUG$-nitrobenzylthioinosine (NBMPR), potent inhibitors of equilibrative nucleoside transport, synergized with NB1011 selectively against 5-fluorouracil (@DRUG$)-resistant H630R10 colon carcinoma cells [combination index (CI)=0.75 and 0.35] and Tomudex-resistant MCF7TDX breast carcinoma cells (CI=0.51 and 0.57), both TS overexpressing cell lines.	Dipyridamole and @DRUG$ - nitrobenzylthioinosine ( NBMPR ) , potent inhibitor of equilibrative nucleoside enthrall , synergized with NB1011 selectively against 5 - fluorouracil ( @DRUG$ ) - tolerant H630 R10 colon carcinoma prison cell [ combining exponent ( CI ) =0.75 and 0.35 ] and Tomudex -resistant MCF7TDX breast carcinoma prison cell ( CI=0.51 and 0.57 ) , both TS overexpressing cell lines .	Dipyridamole lines @DRUG$ - nitrobenzylthioinosine NB1011 NBMPR ) , potent and cells equilibrative nucleoside transport , synergized with ( selectively against 5 - fluorouracil ( @DRUG$ ) combination resistant H630 R10 colon carcinoma of [ - ] ( CI ) =0.75 and 0.35 index and Tomudex -resistant MCF7TDX breast carcinoma cells ( CI=0.51 and 0.57 ) , both TS overexpressing cell inhibitors .	Dipyridamole and @DRUG$ - nitrobenzylthioinosine ( NBMPR ) , potent inhibitors of equilibrative nucleoside transport , synergized selectively against 5 - fluorouracil ( @DRUG$ ) - resistant H630 R10 colon carcinoma cells combination index ( CI ) =0.75 and 0.35 ] and Tomudex -resistant MCF7TDX breast carcinoma cells ( CI=0.51 0.57 ) , both TS cell .	Dipyridamole and @DRUG$ - nitrobenzylthioinosine ( NBMPR ) , potent inhibitors of equilibrative nucleoside transport , synergized with NB1011 selectively against 5 - fluorouracil ( @DRUG$ ) - resistant H	0
0	The maximum concentration was 202 p.p.@DRUG$. 10 products (34%) contained isoeugenyl @DRUG$, which in 9 cases occurred together with isoeugenol.	The maximal concentration was 202 p.p.@DRUG$ . 10 products ( 34 % ) contained isoeugenyl @DRUG$ , which in 9 cases come together with isoeugenol .	( isoeugenol concentration was 202 p.p.@DRUG$ . 10 products The 34 % ) contained isoeugenyl @DRUG$ , which in 9 cases occurred together with maximum .	The maximum concentration was 202 p.p.@DRUG$ . 10 products ( 34 % ) contained isoeugenyl @DRUG$ , which in 9 cases occurred together	34% of the products contained isoeugenyl @DRUG$, which in 9 cases occurred together with isoeugenol.	1
0	GHRH alone increased serum GH to 44.9 +/- 9.8 micrograms/@DRUG$, significantly less than when GHRH, Arg, and @DRUG$ were given.	GHRH entirely increased serum GH to 44.9 +/- 9.8 micrograms / @DRUG$ , importantly less than when GHRH , Arg , and @DRUG$ were given .	GHRH alone increased were / to 44.9 +/- 9.8 micrograms GH @DRUG$ , significantly less than when GHRH , Arg , and @DRUG$ serum given .	GHRH alone increased serum GH 44.9 +/- 9.8 micrograms / @DRUG$ , significantly less than when GHRH , Arg , and @DRUG$ were given .	When GHRH is given alone, it increases serum GH levels by 44.9 +/- 9.8 micrograms. However, when GHRH is given with Arg and @DRUG$, serum GH levels are significantly increased to 83.3 +/- 10.8 micrograms.	1
0	Comparative affinity of duloxetine and venlafaxine for @DRUG$ and @DRUG$ transporters in vitro and in vivo, human serotonin receptor subtypes, and other neuronal receptors.	Comparative chemical attraction of duloxetine and venlafaxine for @DRUG$ and @DRUG$ transporters in vitro and in vivo , human serotonin receptor subtypes , and other neuronic receptors .	receptors and of duloxetine and venlafaxine for @DRUG$ and @DRUG$ transporters in vitro and in vivo , human serotonin receptor subtypes , affinity other neuronal Comparative .	Comparative affinity of duloxetine and venlafaxine for @DRUG$ and @DRUG$ transporters in vitro and vivo , human serotonin receptor subtypes , neuronal receptors	Duloxetine and venlafaxine have a comparative affinity for the @DRUG$ and @DRUG$ transporters. They also have a comparative affinity for human serotonin receptor subtypes, and other neuronal receptors.	0
0	@DRUG$ (200 @DRUG$) was orally administered alone, with 1 g magnesium oxide (MgO), or with 20 mg omeprazole to 13 healthy adult subjects.	@DRUG$ ( 200 @DRUG$ ) was orally administered alone , with 1 g magnesium oxide ( MgO ) , or with  mg prilosec to 13 healthy adult case .	@DRUG$ ( mg @DRUG$ alone was orally administered ) to with 1 g magnesium oxide ( MgO ) , or with 20 200 omeprazole , 13 healthy adult subjects .	@DRUG$ 200 @DRUG$ ) was administered alone , g magnesium oxide ( MgO ) , or with 20 mg to 13 healthy adult subjects .	When @DRUG$ is taken orally, it is most effective when it is taken with 1 g magnesium oxide, or with 20 mg omeprazole.	1
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, @DRUG$, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, @DRUG$, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method tolerate the detection of cure concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , etodolac , fenbufen , fenoprofen , flufenamic acid , ansaid , nuprin , indometacin , kebuzone , @DRUG$ , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naproxen , @DRUG$ , butazolidin , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin in pee samples .	This method acetylsalicylic the detection of therapeutic urine of acemetacin , flufenamic ( paracetamol ) , allowed flurbiprofen , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , indometacin acid , kebuzone , ibuprofen , acetaminophen , acid , @DRUG$ , lonazolac , meclofenamic acid , mefenamic suxibuzone , mofebutazone , naproxen , @DRUG$ , phenylbutazone , acid , tiaprofenic acid , tolfenamic acid , and tolmetin in concentrations samples .	This method allowed the detection of therapeutic acemetacin , acetaminophen ( ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , , ibuprofen indometacin kebuzone , @DRUG$ , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naproxen , @DRUG$ , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , in samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	Multiple studies using standard-dosage (8-15 @DRUG$/kg/d) and high-dosage (20-30 mg/kg/d) @DRUG$ generally show improvement in liver chemistries in PSC patients, and several show improvement in liver histology.	Multiple studies using standard- dosage ( 8- xv DRUG angstrom unit / kg/d ) and high-dosage ( 20- 30 mg /kg /d ) @DRUG$ generally register improvement in liver chemistries in PSC patients , and various register improvement in liver histology .	Multiple using in standard- dosage @DRUG$ 8- 15 DRUG A / kg/d ) and high-dosage improvement 20- 30 mg /kg /d ) ( generally show ( studies liver chemistries in PSC patients , and several show improvement in liver histology .	Multiple studies using standard- dosage ( 8- 15 DRUG A / kg/d ) and high-dosage ( 20- 30 mg /kg /d ) @DRUG$ generally show improvement liver chemistries in PSC patients , and several show improvement in liver histology .	Multiple studies using standard- dosage ( 8- 15 DRUG A / kg/d ) and high-dosage ( 20- 30 mg /kg /d ) @DRUG$ generally show improvement in liver chemistries in PSC patients , and several show improvement in liver histology ."This	1
0	The interaction of pinaverium bromide, a quaternary ammonium compound, with binding sites for (@DRUG$-type) @DRUG$ channel blockers was investigated in rat ileum smooth muscle.	The interaction of pinaverium banality , a quaternary ammonium ion compound , with binding sites for ( @DRUG$ - type ) @DRUG$ channel blockers was investigated in scab ileum smooth muscle .	The interaction bromide pinaverium muscle , a ammonium quaternary compound , with binding sites for ( @DRUG$ - type ) @DRUG$ channel blockers was investigated in rat ileum smooth of .	The interaction of pinaverium bromide , quaternary ammonium compound , binding sites for ( @DRUG$ - type ) @DRUG$ channel blockers was investigated in rat ileum smooth muscle .	Pinaverium bromide binds to the same sites as (@DRUG$-type) @DRUG$ channel blockers, which blocks the action of DRUGA.	0
1	Measurements were performed before and at 5, 15, and 30 minutes after an intravenous loading dose of @DRUG$ (5 to 6 @DRUG$/kg).	Measurements were performed before and at 5 , 15 , and 30 minute of arc after an intravenous lading dose of @DRUG$ ( 5 to 6 @DRUG$ / kg ) .	Measurements ) performed before and at 5 , 15 , 5 30 minutes after an intravenous loading dose of @DRUG$ ( and to 6 @DRUG$ / kg were .	Measurements were performed before and 5 , , and 30 minutes after an intravenous loading dose of @DRUG$ ( 5 to 6 @DRUG$ / kg ) .	Measurements were performed before and at 5 , 15 , and 30 minutes after an intravenous loading dose of @DRUG$ ( 5 to 6 @DRUG$ / kg ) ."DRUGA and DRUGB are related in that they are both drugs. DRUGA is a loading dose	0
0	We studied the 11beta-HSD activity towards cortisol (@DRUG$)/@DRUG$ (E) and dexamethasone (D)/11-dehydro-dexamethasone (DH-D) in microsomes prepared from human kidney cortex.	We examine the 11beta- HSD action towards cortisol ( @DRUG$ ) / @DRUG$ ( E ) and dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - D ) in microsomes prepared from homo kidney cortex .	We D activity 11beta- HSD the towards cortisol ( @DRUG$ ) / @DRUG$ ( E ) and dexamethasone ( D)/11 cortex dehydro-dexamethasone ( DH - studied ) in microsomes prepared from human kidney - .	We studied the 11beta- HSD cortisol ( @DRUG$ ) / @DRUG$ ( E ) and dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - D ) in microsomes prepared from kidney cortex .	We studied the 11beta- HSD activity towards cortisol ( @DRUG$ ) / @DRUG$ ( E ) and dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - D ) in microsomes prepared from human kidney cortex .	0
0	Compared to tapentadol IR 86 mg, the prolonged-release characteristics of tapentadol PR 86 @DRUG$ were evident with a lower Cmax (22.5 @DRUG$/ml vs. 64.2 ng/ml), a longer time to Cmax (5.0 h vs. 1.5 h), a higher half-value duration (HVD: 12.5 h vs. 3.6 h), and a longer mean residence time (MRT: 10.6 h vs. 6.0 h).	Compared to tapentadol iridium 86 atomic number  , the draw out - release characteristics of tapentadol atomic number  86 @DRUG$ were evident with a lower Cmax ( 22.5 @DRUG$ / cubic centimeter vs. 64.2 ng / cubic centimeter ) , a longer time to Cmax ( 5.0 henry vs. 1.5 henry ) , a higher half - economic value duration ( HVD : 12.5 henry vs. 3.6 henry ) , and a longer mean abode time ( MRT : 10.6 henry vs. 6.0 henry ) .	Compared to tapentadol IR 86 mg , the prolonged - release characteristics of tapentadol PR 86 @DRUG$ were evident with / lower Cmax ( 22.5 @DRUG$ higher 3.6 residence 64.2 ng a ml ) , a longer time to ) ( 5.0 h vs. 1.5 h Cmax , a / half - value duration ( HVD 6.0 12.5 h vs. longer h ) vs. and a ml mean , time ( MRT : 10.6 h vs. : h ) .	Compared to tapentadol IR 86 mg the prolonged release characteristics of tapentadol 86 @DRUG$ were evident with a lower Cmax ( @DRUG$ / vs. 64.2 ng / ml ) , a longer time to Cmax ( 5.0 h vs. 1.5 h ) , a higher half - value duration ( HVD : 12.5 h vs. 3.6 h ) and a longer mean residence ( MRT : 10.6 h vs. 6.0 h ) .	Compared to tapentadol IR 86 mg, the prolonged-release characteristics of tapentadol PR 86 @DRUG$ were evident with a lower Cmax (22.5 @DRUG$/ml vs. 64.2 ng/ml), a longer time to Cmax (5.0	0
0	@DRUG$ part of the bilastine development program, and as mandated by regulatory authorities, several studies were performed with oral @DRUG$ in different animal species to evaluate its toxicity profile.	@DRUG$ part of the bilastine development program , and as mandated by regulative authorities , respective study were performed with oral @DRUG$ in different animal species to evaluate its toxicity profile .	@DRUG$ part of the bilastine with program development and as mandated animal regulatory authorities , several studies were performed , oral @DRUG$ in different by species to evaluate its toxicity profile .	@DRUG$ part of the bilastine development program , and as mandated by regulatory authorities , several studies were performed with oral @DRUG$ in different animal species to evaluate its toxicity profile .	@DRUG$ is part of the bilastine development program, and as mandated by regulatory authorities, several studies were performed with oral @DRUG$ in different animal species to evaluate its toxicity profile.	0
0	RESULTS: In the primary analysis, AP significantly improved Ashworth scores compared with placebo over the dosing interval: least-squares mean reduction versus placebo was 0.60 for AP 20 mg (P=0.0059) and 0.88 for @DRUG$ 30 mg (@DRUG$=0.0007).	RESULTS : In the primary analysis , AP significantly improved Ashworth scores compare with placebo over the dosing time interval : least-squares average reduction versus placebo was 0.60 for AP twenty mg ( P=0.0059 ) and 0.88 for @DRUG$ 30 mg ( @DRUG$=0.0007 ) .	RESULTS : In over primary analysis , AP significantly improved Ashworth scores compared with mean the the dosing interval ) least-squares placebo reduction versus placebo was 0.60 for P=0.0059 20 mg ( AP ) and 0.88 for @DRUG$ 30 mg ( @DRUG$=0.0007 : .	RESULTS : In the primary analysis , AP significantly Ashworth scores compared with placebo over the dosing interval : least-squares mean versus placebo was 0.60 for AP 20 ( P=0.0059 ) and for @DRUG$ 30 mg ( @DRUG$=0.0007 ) .	AP significantly improved Ashworth scores compared with placebo over the dosing interval : least-squares mean reduction versus placebo was 0.60 for AP 20 mg ( P=0.0059 ) and 0.88 for @DRUG$ 30 mg ( @DRUG$=0.0007 ) .	0
0	Kinetic analysis of transport indicated that the apparent affinities ( @DRUG$ (@DRUG$)) of MeHg-L-cysteine uptake by LAT1 and LAT2 (98+/-8 and 64+/-8 microM respectively) were comparable with those for methionine (99+/-9 and 161+/-11 microM), whereas the V (max) values were higher for MeHg-L-cysteine, indicating that it may be a better substrate than the endogenous amino acid.	energizing analysis of transport indicated that the apparent affinities ( @DRUG$ ( @DRUG$ ) ) of MeHg-L-cysteine uptake by LAT1 and LAT2 ( xcviii + / -8 and 64 +/-8 microM respectively ) were like with those for methionine ( 99 + / -9 and 161+/-11 microM ) , whereas the phoebe ( max ) values were higher for MeHg -L-cysteine , indicating that it crataegus oxycantha be a proficient substrate than the endogenous amino group acid .	Kinetic analysis of transport indicated that MeHg-L-cysteine apparent affinities ( @DRUG$ ( @DRUG$ ) ) of the uptake by LAT1 and LAT2 ( 98 + / -8 and acid +/-8 microM it 64 were comparable with those for methionine ( 99 + / -9 and 161+/-11 microM be , whereas the V ( max may values were higher for MeHg -L-cysteine , indicating that respectively ) ) a better substrate than the endogenous amino ) .	Kinetic analysis of transport indicated that the apparent affinities ( @DRUG$ ( @DRUG$ ) ) MeHg-L-cysteine uptake LAT1 and LAT2 ( 98 / -8 and 64 +/-8 microM respectively ) were with those methionine ( 99 + / -9 and 161+/-11 microM ) , whereas the ( max ) values were higher for MeHg -L-cysteine indicating that it may be a better substrate than the endogenous acid .	The apparent affinities ( @DRUG$ ( @DRUG$ ) ) of MeHg-L-cysteine uptake by LAT1 and LAT2 ( 98 + / -8 and 64 +/-8 microM respectively ) were comparable with those for methionine ( 99 + / -9	0
1	However, @DRUG$ has better tolerability, in particular weakness was reported to be occur less frequently with tizanidine than with @DRUG$.	nonetheless , @DRUG$ has better tolerability , in particular helplessness was reported to be occur less frequently with tizanidine than with @DRUG$ .	, However @DRUG$ has better tolerability , in particular weakness was reported to be occur tizanidine frequently with less than with @DRUG$ .	However , @DRUG$ has better tolerability , in particular weakness was reported to be occur less frequently with tizanidine than with @DRUG$ .	@DRUG$ is better tolerated than @DRUG$, with weakness being reported to occur less frequently with tizanidine than with DRUGB.	0
0	To maintain potent anticancer activity without side effects, p-dodecylaminophenol (@DRUG$-DDAP) was designed based on structure-activity relationships of @DRUG$.	To maintain potent anticancer activity without side effect , p-dodecylaminophenol ( @DRUG$ - DDAP ) was designed free base on structure -activity relationships of @DRUG$ .	To maintain potent anticancer of without side ) , p-dodecylaminophenol ( @DRUG$ - DDAP effects was designed based on structure -activity relationships activity @DRUG$ .	To maintain anticancer activity without side effects p-dodecylaminophenol ( @DRUG$ - DDAP ) was designed based on structure -activity relationships of @DRUG$ .	To maintain potent anticancer activity without side effects, p-dodecylaminophenol (@DRUG$) was designed based on the structure-activity relationships of @DRUG$.	0
0	The plasma pharmacokinetics of alpha-dihydroergocryptine (DHEC, CAS 14271-05-7) were investigated in 24 patients with Parkinson disease after the administration of repeated oral doses of 40 mg DHEC twice daily by means of a novel 40 mg @DRUG$ tablet (Almirid 40 @DRUG$ test T) and an established 20 mg DHEC tablet (Almirid 20 mg - reference R).	The plasma pharmacokinetics of alpha-dihydroergocryptine ( DHEC , CAS 14271-05 -  ) were investigated in 24 patients with Parkinson disease after the administration of repeated viva doses of  mg DHEC twice daily by intend of a novel  mg @DRUG$ tablet ( Almirid  @DRUG$ trial T ) and an established xx mg DHEC tablet ( Almirid xx mg - reference R ) .	The plasma pharmacokinetics of after ( DHEC , CAS 14271-05 - 7 ) were reference in 24 patients with Parkinson disease alpha-dihydroergocryptine by administration of repeated oral doses of 40 mg DHEC - daily the means of DHEC novel 40 mg @DRUG$ tablet ( Almirid 40 @DRUG$ test T ) and a established 20 mg an tablet ( Almirid 20 mg twice investigated R ) .	The plasma of alpha-dihydroergocryptine ( DHEC , CAS 14271-05 7 ) were in 24 patients with Parkinson disease after the administration of repeated oral doses of 40 mg DHEC twice daily by means of a 40 mg @DRUG$ tablet Almirid 40 @DRUG$ test T ) and an established 20 mg DHEC tablet ( Almirid 20 mg - R ) .	The plasma pharmacokinetics of alpha-dihydroergocryptine ( DHEC ) were investigated in 24 patients with Parkinson disease after the administration of repeated oral doses of 40 mg DHEC twice daily by means of a novel 40 mg @DRUG$ tablet ( Almirid 40 DRU	1
0	Acute toxicity (LD50) values of @DRUG$ were about 60 @DRUG$/bee (600 microg/kg) at 48 h and about 40 ng/bee (400 microg/kg) at 72 and 96 h. Out of the six imidacloprid metabolites tested, only two (5-hydroxyimidacloprid and olefin) exhibited a toxicity close to that of imidacloprid.	Acute toxicity ( LD50 ) values of @DRUG$ were about lx @DRUG$ / bee ( 600 microg / kg ) at forty eight h and about 40 ng / bee ( 400 microg / kg ) at  and 96 h. Out of the six imidacloprid metabolite time tested , only  ( 5- hydroxyimidacloprid and olefin ) exhibited a toxicity close to that of imidacloprid .	, toxicity ( LD50 ) values of @DRUG$ were about ) @DRUG$ / bee ( 600 microg / kg 60 at 48 h and about 40 ng ( two ( 400 microg / kg ) and 72 the 96 h. Out of and six imidacloprid metabolites tested Acute only bee / 5- hydroxyimidacloprid at olefin ) exhibited a toxicity close to that of imidacloprid .	Acute toxicity ( LD50 ) values of @DRUG$ were about 60 @DRUG$ / bee 600 microg / ) at 48 h and about 40 / bee ( microg / kg ) at 72 and h. Out of the six imidacloprid tested , only two ( 5- hydroxyimidacloprid olefin ) exhibited a close to that of imidacloprid .	The LD50 value of @DRUG$ is about 60 @DRUG$ / bee ( 600 microg / kg ) at 48 h and about 40 ng / bee ( 400 microg / kg ) at 72 and 96 h. Out of the six imidacloprid metabolites tested , only two (	0
0	Of the 92 patients randomized, 47 received 400 mcg @DRUG$ @DRUG$ placebo, and 45 received myo-inositol plus folic acid (4 g myo-inositol plus 400 mcg folic acid).	Of the 92 patient randomized , 47 received 400 microgram @DRUG$ @DRUG$ placebo , and forty five received myo-inositol plus folic acid ( 4 g myo-inositol plus 400 microgram folic acid ) .	Of the 92 randomized patients , 47 received 400 mcg @DRUG$ @DRUG$ placebo , mcg 45 received myo-inositol ( folic acid plus 4 g myo-inositol plus 400 and folic acid ) .	Of the 92 patients randomized , 47 mcg @DRUG$ @DRUG$ placebo , and 45 received myo-inositol plus folic ( 4 g myo-inositol plus 400 mcg folic ) .	Of the 92 patients randomized, 47 received 400 mcg @DRUG$ and 45 received myo-inositol plus folic acid (4 g myo-inositol plus 400 mcg folic acid).	1
0	Its unnatural stereochemistry renders it insensitive to some mechanisms of resistance of tumor cells to @DRUG$-nucleosides, such @DRUG$ deamination by deoxycytidine deaminase and decreased active uptake by nucleoside transporters.	Its unnatural stereochemistry renders it insensitive to some chemical mechanism of resistance of tumour cells to @DRUG$ - nucleosides , such @DRUG$ deamination by deoxycytidine deaminase and decreased active ingestion by nucleoside transporters .	Its unnatural stereochemistry renders it insensitive deoxycytidine active mechanisms of resistance such tumor cells to @DRUG$ - nucleosides , of @DRUG$ deamination by to deaminase and decreased some uptake by nucleoside transporters .	Its unnatural stereochemistry renders insensitive to mechanisms of resistance of tumor cells to @DRUG$ - nucleosides , such @DRUG$ deamination by deoxycytidine deaminase and decreased active uptake by nucleoside transporters	@DRUG$ is more resistant to some mechanisms of resistance of tumor cells to DRUGA - nucleosides , such as @DRUG$ deamination by deoxycytidine deaminase and decreased active uptake by nucleoside transporters .	0
0	The rats were then randomised into ten groups and received, for two more weeks, the same diet repleted with @DRUG$ (550 mg Mg/kg) @DRUG$: oxide, chloride, sulphate, carbonate, acetate, pidolate, citrate, gluconate, lactate or aspartate.	The crumb were then randomise into ten group and received , for two more weeks , the same diet repleted with @DRUG$ ( 550 mg Mg / kg ) @DRUG$ : oxide , chloride , sulphate , carbonate , ethanoate , pidolate , citrate , gluconate , suckle or aspartate .	The rats were then randomised into ten groups aspartate received , for two more weeks , the same diet repleted with @DRUG$ or 550 mg Mg / kg ) @DRUG$ : oxide , chloride , , , carbonate , acetate sulphate and , citrate , gluconate , lactate ( pidolate .	The rats were then randomised into ten groups and received , for weeks , the same diet repleted with @DRUG$ ( 550 mg Mg / kg ) @DRUG$ : , chloride sulphate , carbonate , acetate , pidolate citrate , gluconate lactate or .	For two more weeks, the rats received the same diet repleted with either @DRUG$ (550 mg Mg/kg) or @DRUG$: oxide, chloride, sulphate, carbonate, acetate, pidolate, citrate, gluconate, lactate or aspart	0
0	The parameters of interest: clearance (Cl), volume of distribution at steady state (Vss) and elimination half-life were correlated across nine mammal species, including cattle, dog, rat, rabbit, goat, camel, horse, cat and sheep @DRUG$ a function of W using the conventional allometric equation Y = aW(b), where @DRUG$ is the pharmacokinetic parameter, W is the body weight, a is the allometric coefficient (intercept) and b is the exponent that describes the relationship between the pharmacokinetic parameter and W.	The parameter of interest : clearance ( centilitre ) , volume of distribution at stiff state ( phoebe ) and elimination one half - life were correlated across nine mammal coinage , including cattle , dog , rat , rabbit , goat , camel , cavalry , guy and sheep @DRUG$ a function of W using the conventional allometric equation Y = aW ( b ) , where @DRUG$ is the pharmacokinetic parameter , W is the body weight , a is the allometric coefficient ( wiretap ) and b is the proponent that describes the relationship between the pharmacokinetic parameter and W .	The parameters of volume b clearance ( Cl ) , interest of distribution at steady state ( Vss ) and elimination half - life aW is across nine mammal species , including cattle , dog , W , rabbit , goat , camel , horse , cat where sheep @DRUG$ a function of W using correlated conventional allometric equation Y = were ( : ) , W @DRUG$ is the pharmacokinetic parameter , and is the body weight , intercept is the allometric coefficient ( a ) and b the the exponent that describes the relationship between the pharmacokinetic parameter and rat .	The parameters interest : clearance ( ) , of distribution at steady state ( Vss ) and elimination half - life were correlated across nine mammal , including cattle , dog , rat , rabbit , goat camel , horse , cat and sheep @DRUG$ a function of using the conventional allometric equation Y = ( b ) , where @DRUG$ is the pharmacokinetic parameter W is the body weight , a is the allometric coefficient ( intercept ) and b is the that the relationship between the pharmacokinetic parameter and .	The allometric equation Y = aW ( b ) was used to correlate Cl , Vss and elimination half - life across nine mammal species . The allometric coefficient ( a ) and the exponent ( b ) were determined for each pharmacokinetic parameter .	1
0	In clinical studies, @DRUG$ consistently demonstrates reproducible linear pharmacokinetics with approximately 100% @DRUG$.o. bioavailability, noncumulative minimal myelosuppression that is rapidly reversible, and activity against a variety of solid tumors in both children and adults.	In clinical studies , @DRUG$ consistently demonstrates reproducible linear pharmacokinetics with roughly 100 % @DRUG$.o. bioavailability , noncumulative minimal myelosuppression that is rapidly reversible , and activity against a variety of upstanding tumors in both tiddler and adults .	In clinical studies , @DRUG$ and demonstrates reproducible linear pharmacokinetics with adults 100 % @DRUG$.o. bioavailability , noncumulative minimal myelosuppression that is rapidly reversible , and activity against a variety of solid tumors in consistently children both approximately .	In clinical studies , consistently demonstrates reproducible linear pharmacokinetics with approximately 100 % @DRUG$.o. , noncumulative minimal myelosuppression that is rapidly reversible , and activity against a variety of solid both children and adults .	@DRUG$ always behaves in a predictable way when it is taken, with approximately 100% of the drug being absorbed by the body. It also does not cause cumulative damage to the bone marrow, and is effective against a variety of solid tumors in both children and adults.	1
0	Deaths occurred between d 1 and 22.5 in the groups receiving @DRUG$ at 50 and 100 @DRUG$/kg bw and monensin.	Deaths go on between d 1 and 22.5 in the groups receiving @DRUG$ at 50 and 100 @DRUG$ / kilogram bw and monensin .	Deaths occurred / d 1 and 22.5 in the and receiving @DRUG$ at 50 groups 100 @DRUG$ between kg bw and monensin .	occurred between d 1 and 22.5 the groups receiving @DRUG$ 50 and 100 @DRUG$ kg bw and monensin .	Deaths occurred between days 1 and 22.5 in the groups receiving @DRUG$ at 50 and 100 @DRUG$ / kg bw and monensin .	0
0	@DRUG$ and its active metabolite @DRUG$ showed considerable promise in the treatment of these conditions both in experimental animals and in small-scale human clinical trials.	@DRUG$ and its active metabolite @DRUG$ showed considerable promise in the treatment of these conditions both in data based animals and in small -scale human clinical test .	@DRUG$ and its active metabolite @DRUG$ showed considerable promise in the treatment in these conditions both of small animals and in experimental -scale human clinical trials .	@DRUG$ and its active metabolite @DRUG$ showed considerable promise in the treatment of these conditions both experimental animals and -scale human clinical trials .	@DRUG$ and @DRUG$ showed considerable promise in the treatment of these conditions both in experimental animals and in small -scale human clinical trials .	0
0	This report reviews the safety of Aluminum, Calcium, Lithium Magnesium, Lithium @DRUG$ Sodium, Magnesium Aluminum, Magnesium, Sodium Magnesium, and Zirconium Silicates, Magnesium Trisilicate, @DRUG$, Bentonite, Fuller's Earth, Hectorite, Kaolin, Montmorillonite, Pyrophyllite, and Zeolite as used in cosmetic formulations.	This report reviews the safety of Aluminum , atomic number  , li Magnesium , li @DRUG$ Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , @DRUG$ , Bentonite , Fuller 's Earth , Hectorite , Kaolin , Montmorillonite , Pyrophyllite , and Zeolite as practice in decorative expression .	This report reviews the safety of Aluminum , , , Lithium Magnesium , Lithium @DRUG$ Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , as Trisilicate Calcium @DRUG$ , Bentonite , Fuller 's Magnesium , Hectorite , Kaolin , Montmorillonite , formulations , and Zeolite Earth used in cosmetic Pyrophyllite .	This report reviews the of Aluminum Lithium Magnesium , Lithium @DRUG$ Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , @DRUG$ , Bentonite , 's Earth , Hectorite , Kaolin Montmorillonite , Pyrophyllite , and as used in cosmetic formulations	This report reviews the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , @DRUG$ , Bentonite , Fuller 's Earth , Hectorite	1
0	The effects of @DRUG$ were approximately @DRUG$ potent as those of 450191-S, but its duration of action was much shorter than that of 450191-S.	The effects of @DRUG$ were approximately @DRUG$ potent as those of 450191 - s , but its length of action was much shorter than that of 450191 -S .	The effects of @DRUG$ were - @DRUG$ potent as those of 450191 approximately S , but its duration of action shorter much was than that of 450191 -S .	effects of @DRUG$ were @DRUG$ potent as those of 450191 - S , but its of action was much shorter than that of 450191 -S .	@DRUG$ is about as potent as @DRUG$, but it wears off much more quickly.	0
0	@DRUG$ compared with the ramipril group, the telmisartan group had lower rates of cough (1.1% vs. 4.2%, P<0.001) and angioedema (0.1% vs. 0.3%, P=0.01) and a higher rate of hypotensive symptoms (2.6% vs. 1.7%, @DRUG$<0.001); the rate of syncope was the same in the two groups (0.2%).	@DRUG$ compare with the ramipril radical , the telmisartan radical had humiliated rates of cough ( 1.1 % vs. 4.2 % , P<0.001 ) and quinckes edema ( 0.1 % vs. 0.3 % , P=0.01 ) and a higher rate of hypotensive symptoms ( 2.6 % vs. 1.7 % , @DRUG$ < 0.001 ) ; the rate of syncopation was the same in the  radical ( 0.2 % ) .	@DRUG$ compared with of ramipril group , P=0.01 telmisartan group had lower rates of cough ( 1.1 % vs. two % , P<0.001 ) and angioedema ( 0.1 % vs. 0.3 % , the ) and a higher rate of same symptoms ( 2.6 % 0.2 % % , @DRUG$ < 0.001 ) ; the rate the syncope was the hypotensive in the 4.2 ( groups vs. 1.7 ) .	@DRUG$ compared with ramipril group , the telmisartan group had lower rates of cough ( 1.1 % vs. 4.2 % , P<0.001 ) and angioedema ( % vs. 0.3 % , P=0.01 ) and a higher rate of hypotensive symptoms ( % vs. 1.7 % , @DRUG$ < 0.001 ) ; the rate of syncope was the same in the two groups ( 0.2 % ) .	@DRUG$ is associated with a lower rate of cough and angioedema, and a higher rate of hypotensive symptoms, compared with @DRUG$.	0
0	The @DRUG$-3 prostate cell line was, therefore, chosen to further examine the antitumor activity of @DRUG$-341.	The @DRUG$ - 3 prostatic cell line was , therefore , chosen to further examine the antineoplastic activity of @DRUG$ - 341 .	The @DRUG$ 341 was prostate cell line 3 , therefore , chosen to further examine the antitumor activity of @DRUG$ - - .	@DRUG$ - 3 prostate cell line was , therefore , chosen to further examine the antitumor activity of @DRUG$ - 341 .	The @DRUG$ - 3 prostate cell line was used to further examine the antitumor activity of @DRUG$ - 341 .	0
0	Detection of @DRUG$ receptor-positive tumours using the new 99mTc-tricine-HYNIC-@DRUG$-Phe1-Tyr3-octreotide: first results in patients and comparison with 111In-DTPA-D-Phe1-octreotide.	sleuthing of @DRUG$ receptor-positive tumours victimisation the new 99 mTc-tricine-HYNIC -@DRUG$ - Phe1 - Tyr3 - octreotide : initiative results in patients and comparison with 111In - DTPA -D- Phe1 - octreotide .	Detection of @DRUG$ receptor-positive and using the new 99 mTc-tricine-HYNIC -@DRUG$ DTPA Phe1 - Tyr3 - - : first results in patients tumours comparison with 111In octreotide - -D- Phe1 - octreotide .	Detection of @DRUG$ receptor-positive using new 99 mTc-tricine-HYNIC -@DRUG$ - Phe1 - Tyr3 - octreotide : first results in patients and comparison with 111In -D- - octreotide .	The new 99 mTc-tricine-HYNIC -@DRUG$ - Phe1 - Tyr3 - octreotide can be used to detect @DRUG$ receptor-positive tumours, and the results can be compared to those obtained with 111In - DTPA -D	0
0	Because A-type @DRUG$+ channels regulate afferent neuron excitability and firing properties, @DRUG$ is a promising new compound for treatment of hyper-reflexic bladder conditions.	Because A-type @DRUG$ + channels regulate afferent neuron excitableness and firing properties , @DRUG$ is a promising freshly compound for treatment of hyper-reflexic bladder conditions .	Because A-type @DRUG$ firing channels regulate afferent neuron excitability and + properties , @DRUG$ is promising a new compound for treatment of hyper-reflexic bladder conditions .	Because A-type @DRUG$ + channels regulate afferent excitability and properties , @DRUG$ is a promising new compound for treatment of hyper-reflexic bladder	@DRUG$ is a compound that helps regulate the excitability and firing properties of afferent neurons, and @DRUG$ is a promising new compound for the treatment of hyper-reflexic bladder conditions.	0
0	Here, the effects of cyclooctadepsipeptides on benzimidazole-, @DRUG$- and ivermectin-resistant populations of Haemonchus contortus in sheep as well @DRUG$ an ivermectin-resistant Cooperia oncophora population in cattle were studied.	hither , the effects of cyclooctadepsipeptides on benzimidazole- , @DRUG$ - and ivermectin-resistant population of Haemonchus contortus in sheep as good @DRUG$ an ivermectin-resistant Cooperia oncophora population in cattle were studied .	oncophora , Here effects on cyclooctadepsipeptides of benzimidazole- , @DRUG$ - and ivermectin-resistant populations of Haemonchus contortus in sheep as well @DRUG$ an ivermectin-resistant Cooperia the population in cattle were studied .	Here the effects of cyclooctadepsipeptides on benzimidazole- , @DRUG$ - and populations of contortus in sheep as well @DRUG$ an ivermectin-resistant Cooperia oncophora population cattle were studied .	Cyclooctadepsipeptides (@DRUG$) can affect the populations of certain types of worms (Haemonchus contortus and Cooperia oncophora) that are resistant to certain drugs (benzimidazoles and ivermectin).	1
0	Significant improvements in least squares mean transitional dyspnoea index focal score for UMEC 125 mg(1.3 units; p,0.05) and change from baseline St George's Respiratory Questionnaire total score for both UMEC doses (-7.9 and -10.87 units, for UMEC 62.5 @DRUG$ and 125 mg, respectively; both @DRUG$,0.001) were noted compared with placebo at week 12 [DOSAGE ERROR CORRECTED].	Significant advance in least squares mean transitional dyspnoea index focal score for UMEC one hundred twenty five milligram ( 1.3 units ; p,0.05 ) and change from baseline St George 's respiratory Questionnaire total score for both UMEC doses ( - 7.9 and - 10.87 units , for UMEC 62.5 @DRUG$ and one hundred twenty five milligram , respectively ; both @DRUG$,0.001 ) were remark compared with placebo at week twelve [ DOSAGE error CORRECTED ] .	Significant improvements week least p,0.05 mean transitional dyspnoea index focal score for UMEC for mg placebo 1.3 units ; squares ) , change from baseline St George 's Respiratory Questionnaire for score , both UMEC doses ( - 7.9 and - 10.87 units total 125 UMEC 62.5 @DRUG$ and 125 mg and respectively ; both @DRUG$,0.001 ) were noted compared with ( at in 12 [ DOSAGE ERROR CORRECTED ] .	Significant improvements in least squares mean transitional dyspnoea focal score for UMEC 125 mg 1.3 units ; p,0.05 ) and change baseline St George 's Respiratory Questionnaire total score both UMEC doses ( - 7.9 and - 10.87 units , UMEC 62.5 @DRUG$ and 125 mg , respectively ; both @DRUG$,0.001 ) were noted compared with placebo at week 12 [ DOSAGE ERROR CORRECTED ] .	Significant improvements in least squares mean transitional dyspnoea index focal score for UMEC 125 mg ( 1.3 units ; p,0.05 ) and change from baseline St George 's Respiratory Questionnaire total score for both UMEC doses ( - 7.9 and - 10	1
0	Effects of food and @DRUG$ on the pharmacokinetics of an oral, extended-release formulation of @DRUG$ in healthy volunteers.	Effects of food and @DRUG$ on the pharmacokinetics of an oral , protract - vent formulation of @DRUG$ in healthy volunteers .	Effects oral food and @DRUG$ on the pharmacokinetics of an , of extended - release formulation of @DRUG$ in healthy volunteers .	Effects of food and @DRUG$ on the pharmacokinetics of oral extended - release formulation of @DRUG$ in volunteers .	The effects of food on the pharmacokinetics of an oral, extended-release formulation of @DRUG$ in healthy volunteers.	1
0	CONCLUSIONS AND CLINICAL RELEVANCE: The results suggest that caudal epidural 0.5 and 1.0 @DRUG$ kg(-1) tiletamine/@DRUG$ increases the threshold to pressure stimulation in the perineal region in horses.	CONCLUSIONS AND clinical RELEVANCE : The results suggest that caudal epidural 0.5 and 1.0 @DRUG$ kg ( - i ) tiletamine / @DRUG$ increases the threshold to pressure stimulation in the perineal part in horses .	CONCLUSIONS AND CLINICAL - ) The results suggest that caudal epidural 0.5 and 1.0 @DRUG$ kg ( RELEVANCE 1 : tiletamine / @DRUG$ increases the threshold to pressure stimulation in horses perineal region in the .	CONCLUSIONS CLINICAL RELEVANCE : results suggest that caudal epidural 0.5 and 1.0 @DRUG$ kg ( - 1 ) tiletamine / @DRUG$ increases the threshold to pressure stimulation in the perineal region in horses .	The results suggest that caudal epidural 0.5 and 1.0 @DRUG$ kg ( - 1 ) tiletamine / @DRUG$ increases the threshold to pressure stimulation in the perineal region in horses ."This means that when horses are given caudal epidural	0
1	Oxidation of @DRUG$ to E: NAD was the exclusively used cosubstrate; the affinity [Michael's constant (Km) for F = 25.5 nmol/L] and the maximum velocity (Vmax = 22.9 nmol/@DRUG$/min) were high.	Oxidation of @DRUG$ to E : NAD was the exclusively expend cosubstrate ; the affinity [ Michael 's constant ( Km ) for farad = 25.5 nmol / L ] and the upper limit velocity ( Vmax = 22.9 nmol / @DRUG$ / min dialect ) were high .	Oxidation of @DRUG$ to E : NAD was the exclusively used cosubstrate ; the affinity [ Michael 's constant ( Km ) for F 22.9 25.5 ] / L nmol / the maximum velocity ( Vmax = = nmol ) @DRUG$ and min / were high .	Oxidation of @DRUG$ to E : NAD was the exclusively used cosubstrate ; the affinity [ Michael constant ( Km ) for F = 25.5 nmol / L ] and velocity ( Vmax = 22.9 nmol / @DRUG$ / min ) high	Oxidation of @DRUG$ to E : NAD was the exclusively used cosubstrate ; the affinity [ Michael 's constant ( Km ) for F = 25.5 nmol / L ] and the maximum velocity ( Vmax = 22.9 nmol / @DRUG$ / min )	0
0	Aerosolized BD 1047 (1 mg ml(-1), 30 min) prevented the antitussive action of SKF-10,047 (5 mg kg(-1)) or DEX (30 mg kg(-1)) given by i.@DRUG$. administration and, likewise, i.p. administration of BD 1047 (5 mg kg(-1)) prevented the antitussive action of SKF-10,047 given by aerosol (1 @DRUG$ ml(-1)).	Aerosolized BD 1047 ( ane milligram cubic centimeter ( - ane ) , 30 min ) forestall the antitussive action of SKF - 10,047 ( phoebe milligram kilo ( - ane ) ) or DEX ( 30 milligram kilo ( - ane ) ) minded by i.@DRUG$ . administration and , similarly , i.p. administration of BD 1047 ( phoebe milligram kilo ( - ane ) ) forestall the antitussive action of SKF - 10,047 minded by aerosol ( ane @DRUG$ cubic centimeter ( - ane ) ) .	Aerosolized BD 1047 ( ) 1 ml ( - and ) , 30 min 1 10,047 the antitussive action of SKF - prevented ( 5 mg kg ( - 1 ) ) or DEX ( 30 ml ) ( - mg kg ) given by i.@DRUG$ . administration action , likewise , i.p. administration of BD - ( 5 mg kg ( - 1 ) ) prevented the antitussive 1 of SKF - 10,047 given by aerosol ( 1 @DRUG$ mg ( 1047 1 ) ) .	Aerosolized BD 1047 ( 1 mg ml ( - 1 ) , 30 ) prevented antitussive action of SKF - 10,047 ( 5 mg kg ( 1 ) or DEX ( 30 kg ( - 1 ) ) given by i.@DRUG$ . administration and , , administration of BD 1047 ( 5 mg kg ( - 1 ) ) prevented the antitussive action of SKF - 10,047 given by aerosol ( 1 @DRUG$ ml ( - 1 ) .	Aerosolized BD 1047 ( 1 mg ml ( - 1 ) , 30 min ) prevented the antitussive action of SKF - 10,047 ( 5 mg kg ( - 1 ) ) or DEX ( 30 mg kg ( - 1 ) ) given by i.@DRUG$	1
0	This includes the tricyclic antidepressant amitriptyline, all selective serotonin reuptake inhibitors (SSRIs) reviewed (paroxetine, citalopram, sertraline, and fluoxetine), the newer antidepressants atomoxetine and nefazodone, pergolide, @DRUG$ @DRUG$ well as repetitive transcranial magnetic stimulation (rTMS) for the treatment of depression or depressive symptoms; methylphenidate and modafinil for the treatment of fatigue; amantadine for the treatment of pathological gambling; donepezil, galantamine, and memantine for the treatment of dementia; quetiapine for the treatment of psychosis; fludrocortisone and domperidone for the treatment of orthostatic hypotension; sildenafil for the treatment of erectile dysfunction, ipratropium bromide spray for the treatment of sialorrhea; levodopa/carbidopa controlled release (CR), pergolide, eszopiclone, melatonin 3 to 5 mg and melatonin 50 mg for the treatment of insomnia and modafinil for the treatment of excessive daytime sleepiness.	This admit the tricyclic antidepressant drug amitriptyline , all selective serotonin re uptake inhibitors ( SSRIs ) reviewed ( paroxetine , citalopram , sertraline , and fluoxetine ) , the newer antidepressant drug atomoxetine and serzone , pergolide , @DRUG$ @DRUG$ wellspring as repetitive transcranial magnetic stimulation ( rTMS ) for the treatment of depression or depressive symptoms ; methylphenidate and modafinil for the treatment of fag ; amantadine for the treatment of pathological gambling ; donepezil , galantamine , and memantine for the treatment of dementia ; quetiapine for the treatment of psychosis ; fludrocortisone and domperidone for the treatment of orthostatic hypotension ; viagra for the treatment of erectile disfunction , ipratropium bromide spray for the treatment of sialorrhea ; levodopa / carbidopa hold firing ( atomic number  ) , pergolide , eszopiclone , melatonin 3 to 5 mg and melatonin 50 mg for the treatment of insomnia and modafinil for the treatment of unreasonable day somnolence .	This includes ) tricyclic antidepressant amitriptyline the all selective serotonin reuptake inhibitors ( quetiapine for reviewed nefazodone paroxetine , citalopram , sertraline , and galantamine ) , the newer antidepressants atomoxetine and ( , 3 , @DRUG$ @DRUG$ well as repetitive transcranial magnetic stimulation for rTMS the for the treatment of depression or depressive symptoms ; methylphenidate and modafinil for the treatment of insomnia of amantadine carbidopa the treatment of pathological mg ; donepezil , fluoxetine , for memantine ( the treatment of dementia ; SSRIs ) the treatment of psychosis ; fludrocortisone and domperidone for the treatment of orthostatic hypotension ; sildenafil and the treatment of erectile dysfunction for ipratropium bromide spray for , treatment of sialorrhea ; levodopa / fatigue controlled release ( CR ) , pergolide , eszopiclone , melatonin pergolide to 5 gambling and melatonin 50 mg for the treatment ; , and modafinil for the treatment of excessive daytime sleepiness .	This includes the tricyclic antidepressant amitriptyline , selective serotonin reuptake SSRIs ) reviewed paroxetine , , sertraline and fluoxetine ) , the newer antidepressants atomoxetine and nefazodone , pergolide , @DRUG$ @DRUG$ well as transcranial magnetic stimulation ( rTMS ) for the treatment of or depressive symptoms ; and modafinil for the treatment of fatigue ; amantadine for the treatment of pathological gambling , galantamine , and memantine for the treatment dementia ; quetiapine for the treatment of psychosis ; fludrocortisone and domperidone for the treatment of orthostatic hypotension ; sildenafil for the treatment of erectile dysfunction , ipratropium bromide spray for the sialorrhea ; levodopa / controlled release CR ) , pergolide , eszopiclone , melatonin 3 to 5 mg and melatonin 50 mg for the treatment of insomnia and modafinil for the treatment of excessive sleepiness .	@DRUG$ is a drug that is used to treat a variety of conditions, including depression, fatigue, pathological gambling, dementia, psychosis, orthostatic hypotension, erectile dysfunction, and insomnia. @DRUG$ is a drug that is used to treat a variety of conditions, including depression,	0
0	@DRUG$ (3 @DRUG$/kg; n=8) was used as a reference drug.	@DRUG$ ( 3 @DRUG$ / kg ; n=8 ) was used as a reference dose .	@DRUG$ ( reference @DRUG$ / kg ; n=8 ) was used as a 3 drug .	@DRUG$ ( 3 @DRUG$ / kg n=8 ) was as a reference drug .	For every 3 kg of @DRUG$, there is 8 kg of @DRUG$.	0
1	RESULTS: After 104 weeks of therapy, the @DRUG$ group had lower levels of LDL cholesterol than the atorvastatin group (62.6 vs. 70.2 @DRUG$ per deciliter [1.62 vs. 1.82 mmol per liter], P<0.001), and higher levels of high-density lipoprotein (HDL) cholesterol (50.4 vs. 48.6 mg per deciliter [1.30 vs. 1.26 mmol per liter], P=0.01).	outcome : After 104 weeks of therapy , the @DRUG$ group had grim levels of LDL cholesterin than the lipitor group ( 62.6 vs. 70.2 @DRUG$ per decilitre [ 1.62 vs. 1.82 mmol per liter ] , P<0.001 ) , and higher levels of high-density lipoprotein ( hdl ) cholesterin ( 50.4 vs. 48.6 mg per decilitre [ 1.30 vs. 1.26 mmol per liter ] , P=0.01 ) .	RESULTS ] After 104 weeks of therapy , vs. @DRUG$ group had lower levels of LDL cholesterol than the atorvastatin group ( 62.6 ) 70.2 @DRUG$ per deciliter HDL 1.62 vs. 1.82 mmol per liter : high-density P<0.001 , ) and higher levels of , lipoprotein ( [ vs. cholesterol ( 50.4 vs. 48.6 mg per deciliter [ 1.30 the 1.26 mmol per liter ] , P=0.01 ) .	RESULTS : After 104 weeks of therapy , the @DRUG$ group had lower levels of LDL cholesterol than the atorvastatin group ( vs. 70.2 @DRUG$ per deciliter [ 1.62 vs. per liter , P<0.001 , and higher levels of high-density ( HDL ) cholesterol ( 50.4 vs. 48.6 mg per deciliter [ 1.30 vs. 1.26 mmol per liter ] , P=0.01 ) .	After 104 weeks of therapy, the @DRUG$ group had lower levels of LDL cholesterol than the atorvastatin group (62.6 vs. 70.2 @DRUG$ per deciliter [1.62 vs. 1.82 mmol per liter]), and higher levels of high-	0
0	C57BL/6 female mice were fed six different diets (6 mice/diet) containing 10% fat from corn oil (CO), @DRUG$ (BO), primrose oil (PO), fish-corn oil mix (FC, 9:1, w/w), fish-borage oil mix (FB, 1:3, w/w), or fish-primrose oil mix (FP, 1:3, @DRUG$/w) for 2 wk.	C57BL / 6 female computer mouse were fertilise six spot different diets ( 6 computer mouse / dieting ) containing 10 % juicy from corn oil ( co ) , @DRUG$ ( BO ) , primula oil ( PO ) , fish - corn oil mix ( FC , 9:1 , w /w ) , fish - borage oil mix ( FB , 1:3 , w /w ) , or fish - primula oil mix ( FP , 1:3 , @DRUG$ / w ) for deuce wk .	C57BL , , female w were fed six different fish ( ) mice / diet ) containing 10 % fat from corn oil ( CO ) , @DRUG$ ( BO ) , primrose oil ( PO / , fish - corn oil mix ( FC 6 9:1 / w /w 6 , fish - borage oil mix ( FB , 1:3 , w /w - , or diets ) primrose oil mix ( FP , 1:3 , @DRUG$ ) mice ) for 2 wk .	C57BL / 6 female mice were fed six different diets ( 6 mice / diet ) 10 % fat from corn oil ( CO ) , @DRUG$ ( BO ) , primrose oil ( PO ) , fish - corn oil mix ( FC , 9:1 , w /w ) , fish - borage oil mix ( FB , 1:3 , w /w ) , or fish - primrose oil mix ( FP , , @DRUG$ / w for 2 wk .	C57BL / 6 female mice were fed six different diets ( 6 mice / diet ) containing 10 % fat from corn oil ( CO ) , @DRUG$ ( BO ) , primrose oil ( PO ) , fish - corn oil mix ( FC , 9:1 , w /w ) ,	1
0	Fifteen normal volunteers received randomized (latin square design) and at weekly intervals single oral doses of placebo, 25 mg, 50 mg and 100 @DRUG$ zotepine @DRUG$ well as 50 mg clozapine as reference compound.	Fifteen convention volunteers received randomized ( latin square design ) and at hebdomadary intervals exclusive oral doses of placebo , 25 mg , 50 mg and 100 @DRUG$ zotepine @DRUG$ well as 50 mg clozapine as reference compound .	Fifteen normal volunteers received randomized ( latin square design ) and at weekly intervals single as doses of placebo , 25 mg , 50 mg mg 100 @DRUG$ zotepine @DRUG$ well oral 50 and clozapine as reference compound .	Fifteen normal volunteers received randomized ( latin square design ) and at weekly intervals single oral doses of placebo , 25 mg , 50 mg and 100 @DRUG$ zotepine @DRUG$ well 50 mg clozapine as reference compound .	Fifteen normal volunteers received randomized ( latin square design ) and at weekly intervals single oral doses of placebo , 25 mg , 50 mg and 100 @DRUG$ zotepine @DRUG$ well as 50 mg clozapine as reference compound ."This means that the volunteers were given	0
0	Based on best available evidence, adverse event profile, and expert consensus, topiramate, propranolol, @DRUG$, metoprolol, amitriptyline, gabapentin, candesartan, Petasites (butterbur), riboflavin, coenzyme Q10, and @DRUG$ received a strong recommendation for use from the CHS.	Based on considerably usable evidence , adverse upshot profile , and expert consensus , topiramate , propranolol , @DRUG$ , metoprolol , amitriptyline , gabapentin , candesartan , Petasites ( petasites vulgaris ) , riboflavin , coenzyme Q10 , and @DRUG$ received a secure recommendation for use from the CHS .	amitriptyline on best received evidence , adverse event profile , and recommendation consensus , topiramate , propranolol , @DRUG$ , metoprolol , CHS , gabapentin , candesartan , Petasites ( butterbur ) , riboflavin , coenzyme Q10 , and @DRUG$ available a strong expert for use from the Based .	Based on best available evidence , adverse event profile , and expert consensus , topiramate propranolol , @DRUG$ , metoprolol , amitriptyline , gabapentin , candesartan , Petasites ( ) , riboflavin , Q10 , and @DRUG$ received a strong recommendation for the CHS .	Based on the best available evidence, the adverse event profile, and expert consensus, topiramate, propranolol, @DRUG$, metoprolol, amitriptyline, gabapentin, candesartan, Petasites (butterbur), ribof	1
0	RESULTS: Patients with renal insufficiency had a mean +/- SD apparent total @DRUG$ clearance of 0.168 +/- 0.063 @DRUG$/h/kg, apparent volume of distribution of 4.56 +/- 1.64 l/kg and elimination half-life (t1/2) of 18.8 +/- 1.2 h. Patients with FMF with normal kidney function had a mean clearance of 0.726 +/- 0.110 l/h/kg, volume of distribution of 4.87 +/- 2.05 l/kg and terminal t1/2 of 4.4 +/- 1.0 h. CONCLUSION: The kidneys have an important role in the clearance of colchicine.	RESULTS : patient role with nephritic insufficiency had a mean +/- coyote state patent total @DRUG$ clearance of 0.168 +/- 0.063 @DRUG$ / h/ kilogram , patent bulk of dispersion of 4.56 +/- 1.64 l/ kilogram and excretion half- life ( t1/2 ) of 18.8 +/- 1.2 h. patient role with FMF with normal kidney function had a mean clearance of 0.726 +/- 0.110 l/h/ kilogram , bulk of dispersion of 4.87 +/- 2.05 l/ kilogram and terminal t1 /2 of 4.4 +/- 1.0 h. CONCLUSION : The kidneys have an important use in the clearance of colchicine .	RESULTS : Patients with renal total had a mean +/- SD 0.063 4.56 @DRUG$ clearance of +/- +/- apparent @DRUG$ / h/ kg , apparent mean of distribution of 4.4 +/- 1.64 l/ kg and elimination half- life 1.2 t1/2 ) of 18.8 +/- ( h. Patients with FMF with normal kidney function had a 0.168 clearance of 0.726 +/- 0.110 2.05 kg , volume of distribution of 4.87 volume l/h/ l/ kg and terminal t1 /2 of insufficiency +/- 1.0 h. CONCLUSION : The kidneys have an important role in the clearance of colchicine .	RESULTS : Patients with renal insufficiency had a mean +/- SD total @DRUG$ clearance 0.168 +/- 0.063 @DRUG$ / h/ kg , apparent volume of distribution of +/- 1.64 l/ kg elimination half- life ( t1/2 ) of 18.8 +/- 1.2 h. Patients with FMF with normal kidney function had a mean clearance of 0.726 +/- 0.110 l/h/ kg , volume distribution of 4.87 l/ kg and terminal t1 /2 of 4.4 +/- 1.0 h. CONCLUSION : The kidneys have an important role in the clearance of colchicine .	Patients with renal insufficiency had a mean +/- SD apparent total @DRUG$ clearance of 0.168 +/- 0.063 @DRUG$ / h/ kg , apparent volume of distribution of 4.56 +/- 1.64 l/ kg and elimination half- life ( t1/2	0
0	These conclusions were documented by competitive inhibition studies, utilization of a beta(3)-integrin antibody that blocked uptake of ferric but not ferrous iron, development of an anti-DMT-1 antibody that blocked ferrous iron and manganese uptake but not ferric iron, transfection of DMT-1 DNA into tissue culture cells that showed enhanced uptake of ferrous iron and manganese but neither ferric @DRUG$ nor @DRUG$, hepatic metal concentrations in mk mice showing decreased iron and manganese but not zinc or copper, and data showing that the addition of reducing agents to tissue culture media altered iron binding to proteins of the IMP and DMT-1 pathways.	These conclusions were documented by competitive inhibition analyse , utilization of a genus beta ( 3 ) - integrin antibody that blocked consumption of ferric but not ferric iron , growth of an anti-DMT - 1 antibody that blocked ferric iron and manganese consumption but not ferric iron , transfection of DMT -1 DNA into tissue culture cells that point enhanced consumption of ferric iron and manganese but neither ferric @DRUG$ nor @DRUG$ , hepatic metal tightness in mk mice showing decreased iron and manganese but not zinc or copper , and data showing that the addition of reducing agent to tissue culture media adapted iron hold fast to proteins of the IMP and DMT - 1 nerve pathway .	These conclusions 1 documented by competitive inhibition studies , utilization of a beta ( 3 ) - integrin antibody that blocked uptake copper ferric but not ferrous iron , development of an anti-DMT - were antibody that blocked ferrous iron and manganese uptake , not ferric iron but transfection of DMT -1 DNA into ferric tissue cells that showed enhanced uptake of ferrous iron and manganese but neither tissue @DRUG$ nor @DRUG$ of hepatic metal concentrations in mk mice showing decreased iron and manganese but culture zinc or , , pathways data showing that the addition 1 reducing agents to culture not media altered iron binding to proteins of the IMP and DMT - of and .	These conclusions were documented by competitive inhibition studies utilization of a beta ( 3 ) - integrin antibody that blocked uptake of ferric but not ferrous iron , development an anti-DMT - 1 antibody that ferrous iron and manganese uptake but ferric iron , transfection DMT -1 DNA into tissue culture cells that showed enhanced uptake of ferrous iron and but neither ferric @DRUG$ nor @DRUG$ , hepatic concentrations in mice showing decreased iron and manganese but not or , data showing the addition of reducing agents tissue media altered iron binding to proteins of IMP and DMT - 1 pathways .	@DRUG$ and @DRUG$ are two proteins that are involved in the uptake of different types of iron. DRUGA is involved in the uptake of ferric iron, while DRUGB is involved in the uptake of ferrous iron and manganese. The two proteins compete with each other	0
1	Selective cytochrome P450 inhibitors for CYP1A1/2 (@DRUG$ and 7,8-benzoflavone) and CYP3A4 (troleandomycin, gestodene, and ketoconazole) inhibited the formation of desmethylcyclobenzaprine, a major metabolite of @DRUG$, in human liver microsomes.	selective cytochrome P450 inhibitors for CYP1A1/2 ( @DRUG$ and 7,8- benzoflavone ) and CYP3A4 ( troleandomycin , gestodene , and ketoconazole ) inhibited the formation of desmethylcyclobenzaprine , a major metabolite of @DRUG$ , in human liver colored microsome .	microsomes cytochrome P450 inhibitors for CYP1A1/2 ( @DRUG$ and 7,8- benzoflavone ) and of , troleandomycin , gestodene , and ketoconazole ) inhibited the formation CYP3A4 desmethylcyclobenzaprine ( a major metabolite of @DRUG$ , in human liver Selective .	Selective cytochrome P450 inhibitors for CYP1A1/2 ( @DRUG$ and 7,8- benzoflavone and CYP3A4 ( , gestodene , and ketoconazole ) inhibited the formation desmethylcyclobenzaprine , a major metabolite @DRUG$ , in liver microsomes .	@DRUG$ and 7,8- benzoflavone selectively inhibit the formation of desmethylcyclobenzaprine , a major metabolite of @DRUG$ , in human liver microsomes .	0
1	However, @DRUG$ similarly to abecarnil and @DRUG$, antagonized isoniazid-induced increase (61%) in [35S]-TBPS binding to rat cortical membranes.	yet , @DRUG$ similarly to abecarnil and @DRUG$ , antagonized isoniazid-induced increase ( 61 % ) in [ 35S ] - TBPS truss to rat cortical membranes .	However , @DRUG$ % to abecarnil and @DRUG$ , antagonized isoniazid-induced increase ( 61 similarly TBPS in [ 35S ] - ) binding to rat cortical membranes .	However @DRUG$ similarly to abecarnil and @DRUG$ , antagonized isoniazid-induced increase ( 61 % ) in [ 35S ] - TBPS binding to rat cortical membranes	@DRUG$ antagonizes the increase in [35S] - TBPS binding to rat cortical membranes that is induced by @DRUG$.	0
0	Following intravenous administration of clavulanic acid to the @DRUG$ subjects, the clearance, and volume of distribution at steady-state were 0.21 @DRUG$/min, and 12.01, respectively.	adopt intravenous administration of clavulanic acid to the @DRUG$ subjects , the clearance , and intensity of dispersion at steady -state were 0.21 @DRUG$ / min , and 12.01 , respectively .	Following intravenous administration of clavulanic acid to were @DRUG$ subjects , the clearance , and of 0.21 distribution at steady -state the volume @DRUG$ / min , and 12.01 , respectively .	Following intravenous administration acid to the @DRUG$ subjects , the clearance , and volume of at steady -state were 0.21 @DRUG$ / min , and 12.01 , respectively .	Clavulanic acid was rapidly cleared from the circulation and had a volume of distribution at steady state of 12.01 liters.	1
1	Cox model proportional hazards regression analysis showed that the relative risk of developing such complications was >50% lower (0.46; p < 0.001) in the @DRUG$ group compared with the @DRUG$ group.	cox model proportional hazards regression psychoanalysis showed that the relative risk of developing such complications was > 50 % lower ( 0.46 ; atomic number  < 0.001 ) in the @DRUG$ group compared with the @DRUG$ group .	Cox model proportional the regression analysis showed that the relative risk of developing such with p > 50 % lower ( 0.46 ; was < 0.001 ) in hazards @DRUG$ group compared complications the @DRUG$ group .	Cox model hazards regression analysis showed that the relative of developing such complications was > 50 % lower ( 0.46 ; p < 0.001 ) in @DRUG$ group compared with the @DRUG$ group .	The relative risk of developing such complications was > 50 % lower in the @DRUG$ group compared with the @DRUG$ group.	0
0	The expressed protein, which we have named SMIT2, cotransports @DRUG$ with a K(@DRUG$) of 120 microm and displays a current-voltage relationship similar to that seen with SMIT (now called SMIT1).	The expressed protein , which we have named SMIT2 , cotransports @DRUG$ with a K( @DRUG$ ) of  microm and video display a current-voltage relationship similar to that seen with afflict ( now called SMIT1 ) .	120 expressed protein , which we have named SMIT2 SMIT1 cotransports @DRUG$ with a K( @DRUG$ ) The of microm and displays a current-voltage relationship similar to that seen with SMIT ( now called , ) .	The expressed , which have named SMIT2 , cotransports @DRUG$ with a K( @DRUG$ ) 120 and displays a current-voltage relationship to that seen with SMIT ( now called SMIT1 )	SMIT2 cotransports @DRUG$ with a K( @DRUG$ ) of 120 microm and displays a current-voltage relationship similar to that seen with SMIT ( now called SMIT1 ) .	0
0	Significant decreases in mean 4-hour PPG were also observed for alogliptin 25, 100, and 400 mg compared with placebo after lunch (-15.8 mg/dL [P=0.030]; -29.2 @DRUG$/dL [P=0.002]; -27.1 mg/dL [@DRUG$=0.009]; and +14.3 mg/dL, respectively) and after dinner (-21.9 mg/dL [P=0.017]; -39.7 mg/dL [P<0.001]; -35.3 mg/dL [P=0.003]; and +12.8 mg/dL).	significant decrement in mean  - minute PPG were likewise observed for alogliptin  , 100 , and four hundred atomic number  compared with placebo after dejeuner ( - 15.8 atomic number  / dl [ P=0.030 ] ; - 29.2 @DRUG$ / dl [ P=0.002 ] ; - 27.1 atomic number  / dl [ @DRUG$=0.009 ] ; and + 14.3 atomic number  / dl , respectively ) and after dinner ( - 21.9 atomic number  / dl [ P=0.017 ] ; - 39.7 atomic number  / dl [ P<0.001 ] ; - 35.3 atomic number  / dl [ P=0.003 ] ; and + 12.8 atomic number  / dl ) .	Significant decreases in mean 4 - hour PPG were also [ lunch alogliptin 25 , 100 , / 400 mg compared with placebo after P<0.001 ( - 15.8 mg / dL observed P=0.030 ] ; - 29.2 and / dL [ P=0.002 ] ; - 27.1 mg / dL [ ] ] ; and 14.3 + mg / dL , respectively ) @DRUG$ after dinner ( - 21.9 [ / dL [ P=0.017 ] ; - 39.7 for / dL mg mg dL ; - 35.3 mg / @DRUG$=0.009 [ P=0.003 ] ; and + 12.8 mg and dL ) .	decreases in mean 4 - hour were also observed for 25 , 100 , and 400 compared with placebo after lunch ( - 15.8 / dL [ P=0.030 ; - @DRUG$ / dL [ P=0.002 ] ; - 27.1 mg / dL [ @DRUG$=0.009 ] ; and + 14.3 mg / , respectively ) and after ( - 21.9 mg / dL [ P=0.017 ] ; - 39.7 mg / dL [ P<0.001 ] ; - 35.3 mg / dL [ P=0.003 ] ; and + 12.8 mg / dL ) .	Significant decreases in mean 4 - hour PPG were also observed for alogliptin 25 , 100 , and 400 mg compared with placebo after lunch ( - 15.8 mg / dL [ P=0.030 ] ; - 29.2 mg / dL [ P=0.	1
0	Final report on the safety assessment of aluminum silicate, calcium silicate, magnesium @DRUG$ silicate, magnesium silicate, magnesium trisilicate, sodium magnesium silicate, zirconium silicate, @DRUG$, bentonite, Fuller's earth, hectorite, kaolin, lithium magnesium silicate, lithium magnesium sodium silicate, montmorillonite, pyrophyllite, and zeolite.	Final report on the prophylactic assessment of al silicate , ca silicate , magnesium @DRUG$ silicate , magnesium silicate , magnesium trisilicate , sodium magnesium silicate , zirconium silicate , @DRUG$ , bentonite , good 's earth , hectorite , kaolin , atomic number  magnesium silicate , atomic number  magnesium sodium silicate , montmorillonite , pyrophyllite , and zeolite .	Final , on the safety assessment of aluminum silicate , calcium silicate , magnesium @DRUG$ silicate sodium magnesium silicate , magnesium trisilicate , sodium magnesium silicate , silicate silicate , @DRUG$ , bentonite , 's , earth , hectorite Fuller kaolin report lithium magnesium silicate , lithium magnesium , zirconium , montmorillonite , pyrophyllite , and zeolite .	Final report on the safety assessment of aluminum silicate , calcium silicate , magnesium @DRUG$ silicate , magnesium silicate , magnesium trisilicate , sodium magnesium silicate , zirconium silicate , @DRUG$ , bentonite , Fuller 's earth , hectorite , kaolin , lithium magnesium silicate , lithium magnesium sodium silicate , montmorillonite , pyrophyllite , and zeolite .	Aluminum silicate, calcium silicate, magnesium @DRUG$ silicate, magnesium silicate, magnesium trisilicate, sodium magnesium silicate, zirconium silicate, @DRUG$, bentonite, Fuller's earth, hectorite, kaolin, lithium magnesium silicate	0
0	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol, new generation antipsychotics represented by risperidone, olanzapine, ziprasidone, quetiapine, and @DRUG$, as well @DRUG$, with those of preferential D2/3, D4, 5-HT1A, 5-HT2A, 5-HT2C, alpha1, and alpha2 receptor ligands.	The essence of sertindole was compared to those get with the reference antipsychotic drugs clozapine and haldol , novel generation antipsychotics represented by risperidone , olanzapine , ziprasidone , quetiapine , and @DRUG$ , as well @DRUG$ , with those of preferential D2/3 , D4 , pentad - HT1A , pentad - HT2A , pentad - HT2C , alpha1 , and alpha2 receptor ligand .	The effect of sertindole was - to with obtained those the reference antipsychotic drugs clozapine and haloperidol , new generation antipsychotics represented by risperidone , olanzapine , ziprasidone , quetiapine , D4 @DRUG$ , as well @DRUG$ , with those and preferential , , and , 5 - HT1A , 5 compared HT2A D2/3 5 - HT2C , alpha1 , of alpha2 receptor ligands .	effect of sertindole was compared to those obtained the reference antipsychotic drugs clozapine and haloperidol , new generation antipsychotics represented by risperidone olanzapine , ziprasidone , quetiapine , and @DRUG$ , as well @DRUG$ , with those of preferential D2/3 , D4 , 5 HT1A , 5 - HT2A , 5 - HT2C , alpha1 , and alpha2 receptor ligands .	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol , new generation antipsychotics represented by risperidone , olanzapine , ziprasidone , quetiapine , and DR	1
1	OBJECTIVE: To determine the relative beta1-selectivity of three beta-blockers (nebivolol, @DRUG$ and atenolol), administered orally at normal therapeutic doses, by assessing their impact on the beta2-mediated, haemodynamic and biochemical responses to a @DRUG$ infusion, which decreases serum potassium and increases serum glucose and insulin.	OBJECTIVE : To determine the relative beta1 - selectivity of three beta-blockers ( nebivolol , @DRUG$ and tenormin ) , administered orally at normal cure dot , by assessing their impact on the beta2 - mediated , haemodynamic and biochemical responses to a @DRUG$ infusion , which fall blood serum potassium and increases blood serum glucose and insulin .	OBJECTIVE : To on the relative beta1 - selectivity potassium three beta-blockers ( nebivolol , @DRUG$ and and atenolol , administered orally at normal therapeutic doses , by assessing their impact determine the beta2 - mediated , haemodynamic and of responses to a @DRUG$ infusion , which decreases serum biochemical and increases serum glucose ) insulin .	OBJECTIVE : To determine the relative beta1 - selectivity of three beta-blockers ( nebivolol , @DRUG$ and atenolol ) , administered orally at normal therapeutic doses , by assessing their impact on the beta2 - mediated , haemodynamic and biochemical responses to a @DRUG$ infusion , which decreases serum potassium and increases serum glucose and .	The beta1-selectivity of nebivolol, @DRUG$, and atenolol was assessed by measuring their impact on the beta2-mediated haemodynamic and biochemical responses to a @DRUG$ infusion.	0
0	Mean half-lives of lamotrigine in healthy volunteers (single and multiple doses) as well @DRUG$ in epileptic patients receiving @DRUG$ monotherapy range from 22.8 to 37.4 hours.	Mean one half - lives of lamotrigine in respectable volunteers ( single and multiple std ) as well @DRUG$ in epileptic patients receiving @DRUG$ monotherapy range from 22.8 to 37.4 hours .	Mean half - lives of lamotrigine patients to volunteers healthy single and multiple doses ) as well @DRUG$ in epileptic in receiving @DRUG$ monotherapy range from 22.8 ( 37.4 hours .	Mean - lives of lamotrigine healthy volunteers ( single and multiple ) as well @DRUG$ in epileptic patients receiving @DRUG$ monotherapy range from 22.8 to 37.4 hours .	The mean half-lives of lamotrigine in healthy volunteers (single and multiple doses) as well as @DRUG$ in epileptic patients receiving @DRUG$ monotherapy range from 22.8 to 37.4 hours.	0
0	The increased activity of midecamycin (MIC90 < or = 0.06 @DRUG$/@DRUG$), as compared to erythromycin (MIC90 = 0.5 mg/L) and to other 14- or 15-membered macrolides, was related to the absence of the ermB determinant in seven isolates which displayed an efflux phenotype (five isolates) or an inducible resistance phenotype due to an ermTR determinant (two isolates).	The increase natural process of midecamycin ( MIC90 < or = 0.06 @DRUG$ / @DRUG$ ) , as liken to erythromycin ( MIC90 = 0.5 mg / L ) and to other 14 - or 15 - membered macrolides , was related to the absence of the ermB determining factor in seven spot isolates which displayed an efflux phenotype (  isolates ) or an inducible resistance phenotype referable to an ermTR determining factor ( two isolates ) .	determinant increased activity of midecamycin ( resistance < L = of @DRUG$ / @DRUG$ ) , as compared to erythromycin ( MIC90 = 0.5 mg was or ) and to other 14 - or 15 - membered macrolides , / related to the the 0.06 absence ermB The an seven isolates which displayed an efflux phenotype ( five isolates ) or in inducible MIC90 phenotype due to an ermTR determinant ( two isolates ) .	The increased activity of midecamycin ( MIC90 < or = 0.06 @DRUG$ / @DRUG$ ) , as compared to erythromycin ( MIC90 = 0.5 mg / L ) and to other 14 - 15 - membered macrolides was related to the absence of the ermB determinant in seven isolates which displayed an efflux phenotype ( five isolates ) or an inducible resistance phenotype to ermTR determinant ( two isolates ) .	The increased activity of midecamycin ( MIC90 < or = 0.06 @DRUG$ / @DRUG$ ) , as compared to erythromycin ( MIC90 = 0.5 mg / L ) and to other 14 - or 15 - membered macrolides ,	0
0	In addition, other p38alpha inhibitors that have advanced to clinical trials over the last three years are discussed, such as BIRB-796 (Boehringer Ingelheim Pharmaceuticals Inc), SCIO-469 and SCIO-323 (Scios Inc), and @DRUG$ (Vertex Pharmaceuticals Inc/Kissei Pharmaceutical @DRUG$).	inward addition , other p38alpha inhibitors that have advanced to clinical trials over the last deuce ace years are discussed , such as BIRB - 796 ( Boehringer Ingelheim pharmaceutical Inc ) , SCIO -469 and SCIO -323 ( Scios Inc ) , and @DRUG$ ( peak pharmaceutical Inc / Kissei pharmaceutical @DRUG$ ) .	In addition , other p38alpha inhibitors that have advanced to three trials over the last -469 / are and , such as BIRB - 796 ( Boehringer Ingelheim Pharmaceuticals years ) , SCIO clinical and SCIO -323 ( Scios Inc ) , discussed @DRUG$ ( Vertex Pharmaceuticals Inc Inc Kissei Pharmaceutical @DRUG$ ) .	In addition , other p38alpha inhibitors that have advanced to clinical trials over the last years discussed , such BIRB - 796 ( Boehringer Ingelheim Pharmaceuticals Inc ) SCIO -469 and -323 ( Scios Inc , and @DRUG$ ( Vertex Pharmaceuticals Inc / Kissei Pharmaceutical @DRUG$ ) .	@DRUG$ is a p38alpha inhibitor that has advanced to clinical trials, and @DRUG$ is a p38alpha inhibitor that is being developed by Vertex Pharmaceuticals Inc / Kissei Pharmaceutical.	0
0	Neither @DRUG$, lasofoxifene, nor @DRUG$ has shown an increase in the incidence of endometrial hyperplasia or carcinoma.	Neither @DRUG$ , lasofoxifene , nor @DRUG$ has evidence an increase in the relative incidence of endometrial hyperplasia or carcinoma .	Neither @DRUG$ , lasofoxifene has nor @DRUG$ , shown an increase in or incidence of endometrial hyperplasia the carcinoma .	Neither @DRUG$ , , @DRUG$ has shown an increase in the incidence of endometrial hyperplasia or carcinoma .	Neither @DRUG$ nor @DRUG$ has shown an increase in the incidence of endometrial hyperplasia or carcinoma.	0
0	In Experiment 1, six electrolyte levels were fed [basal (0.2% Na, 0.33% Cl, 1.10% K); basal plus 0.1% Na (from @DRUG$); basal plus 0.1% K (from potassium chloride); basal plus 0.2% Na (from sodium @DRUG$); basal plus 0.34% K (from potassium chloride); basal plus 0.15% Cl (from ammonium chloride)].	inwards Experiment one , half dozen electrolyte levels were flow [ basal ( 0.2 % Na , 0.33 % Cl , 1.10 % chiliad ) ; basal summation 0.1 % Na ( from @DRUG$ ) ; basal summation 0.1 % chiliad ( from k chloride ) ; basal summation 0.2 % Na ( from na @DRUG$ ) ; basal summation 0.34 % chiliad ( from k chloride ) ; basal summation 0.15 % Cl ( from ammonium chloride ) ] .	In Experiment 1 , six electrolyte chloride were % [ basal ( 0.2 % Na , 0.33 % Cl , 1.10 ( K ) ; 0.1 fed basal 0.2 Na ( from @DRUG$ ) ; basal plus 0.1 % K ( from potassium levels ) ; basal plus % % Na ( from sodium @DRUG$ ) plus basal ; 0.34 % K plus from potassium chloride ) ; basal plus 0.15 % Cl ( from ammonium chloride ) ] .	In 1 , six electrolyte levels were fed basal ( 0.2 % Na , 0.33 % Cl 1.10 K ) basal plus 0.1 % Na ( from @DRUG$ ) basal 0.1 K ( from potassium chloride ) basal plus 0.2 % Na ( from sodium @DRUG$ ) ; basal plus 0.34 % K from chloride ) ; basal plus 0.15 % Cl ( from ammonium chloride ) ] .	In Experiment 1, six electrolyte levels were fed [ basal ( 0.2 % Na, 0.33 % Cl, 1.10 % K) ; basal plus 0.1 % Na (from @DRUG$) ; basal plus 0.1 % K (from potassium chloride) ; basal	1
0	RxOM3FAs that contain both EPA and DHA include omega-3-acid ethyl esters (ethyl esters of EPA and DHA; brand and generic products) and @DRUG$-carboxylic acids (free fatty acids primarily composed of @DRUG$ and DHA), while the RxOM3FA icosapent ethyl (the ethyl ester of EPA) contains EPA only.	RxOM3 fas that comprise both EPA and DHA include omega - trinity - acid ethyl group esters ( ethyl group esters of EPA and DHA ; brand and generic products ) and @DRUG$ - carboxyl acids ( innocent fatty acids primarily composed of @DRUG$ and DHA ) , while the RxOM3FA icosapent ethyl group ( the ethyl group ester of EPA ) contains EPA only .	RxOM3 FAs that contain both EPA and DHA include omega - 3 - and ethyl EPA ( composed products of EPA and DHA ; ) and generic esters brand icosapent @DRUG$ - carboxylic acids ( free fatty acids primarily ethyl of @DRUG$ and DHA ) , while the RxOM3FA acid ethyl ( the ethyl ester of EPA ) contains esters only .	RxOM3 FAs that contain both EPA and DHA include omega - - acid ethyl esters ( ethyl esters of EPA and ; brand generic products ) and @DRUG$ - carboxylic acids ( free fatty acids primarily composed of @DRUG$ DHA ) , while the RxOM3FA icosapent ethyl ( the ethyl ester of EPA ) contains EPA .	RxOM3 FAs that contain both EPA and DHA include omega - 3 - acid ethyl esters ( ethyl esters of EPA and DHA ; brand and generic products ) and @DRUG$ - carboxylic acids ( free fatty acids primarily composed of @DRUG$ and	0
0	Pharmacodynamic studies were carried out on (1-(p-chlorobenzoyl)-5-methoxy-2-methylindole-3-acetoxy]@DRUG$ (@DRUG$, TV 1322, Rantudil), a new strongly acting non-steroidal anti-inflammatory agent for elucidation of its mechanism of action.	Pharmacodynamic studies were carried out on ( single -( p-chlorobenzoyl) -5-methoxy-2-methylindole-3-acetoxy ] @DRUG$ ( @DRUG$ , TV 1322 , Rantudil ) , a new strongly acting non-steroidal anti-inflammatory broker for elucidation of its chemical mechanism of action .	Pharmacodynamic studies were carried out on ( 1 -( p-chlorobenzoyl) -5-methoxy-2-methylindole-3-acetoxy ] @DRUG$ ( @DRUG$ acting TV 1322 , Rantudil of , a new strongly , non-steroidal anti-inflammatory agent its elucidation ) for mechanism of action .	Pharmacodynamic studies were carried out on -( p-chlorobenzoyl) -5-methoxy-2-methylindole-3-acetoxy @DRUG$ ( @DRUG$ , TV 1322 Rantudil ) , new strongly acting anti-inflammatory agent for elucidation of its mechanism of action .	Pharmacodynamic studies were carried out on ( 1 -( p-chlorobenzoyl) -5-methoxy-2-methylindole-3-acetoxy ] @DRUG$ ( @DRUG$ , TV 1322 , Rantudil ) , a new strongly acting	0
0	A long-term five-year randomized controlled trial of @DRUG$, @DRUG$, auranofin and penicillamine in the treatment of patients with rheumatoid arthritis.	A long-term cinque -year randomized controlled trial of @DRUG$ , @DRUG$ , auranofin and penicillamine in the treatment of patients with rheumy arthritis .	A long-term five of randomized controlled trial arthritis @DRUG$ , @DRUG$ , auranofin and penicillamine in the treatment of patients with rheumatoid -year .	A long-term -year randomized controlled trial of @DRUG$ , @DRUG$ , auranofin and penicillamine the treatment of patients with rheumatoid arthritis .	A long-term five -year randomized controlled trial of @DRUG$ and @DRUG$ in the treatment of patients with rheumatoid arthritis .	0
0	In both studies, a greater increase in hemoglobin level from baseline to end of study (day 35) was noted in patients who received ferumoxytol compared with those who received oral @DRUG$ (mean +/- SD 0.82 +/- 1.24 vs 0.16 +/- 1.02 g/dl in patients with stages 1-5 CKD and 1.02 +/- 1.13 vs 0.46 +/- 1.06 g/dl in patients with stage 5D CKD, @DRUG$<0.001).	In both studies , a greater increase in hemoglobin flat from service line to conclusion of study ( daytime 35 ) was noted in patients who received ferumoxytol compared with those who received oral @DRUG$ ( mean +/- SD 0.82 +/- 1.24 quint 0.16 +/- 1.02 g/ dl in patients with stages 1 - quintet CKD and 1.02 +/- 1.13 quint 0.46 +/- 1.06 g/ dl in patients with arrange 5D CKD , @DRUG$ < 0.001 ) .	In both studies , a stage increase in hemoglobin level 5 baseline to compared of vs ( day 35 ) was noted in patients who received ferumoxytol end with those ( received oral @DRUG$ who mean +/- SD 0.82 +/- 1.24 ) 0.16 +/- 1.02 g/ dl in patients greater stages 1 - from CKD and 1.02 +/- 1.13 vs 0.46 +/- 1.06 g/ dl in patients with with 5D CKD , @DRUG$ < 0.001 study .	In both studies , greater increase hemoglobin level from baseline to end of study ( day 35 ) was noted in patients who received ferumoxytol with who received oral @DRUG$ ( mean +/- SD 0.82 +/- 1.24 vs 0.16 +/- 1.02 g/ dl in patients with stages 1 5 CKD and 1.02 1.13 0.46 +/- 1.06 g/ dl in patients with stage 5D CKD , @DRUG$ 0.001 ) .	Ferumoxytol led to a greater increase in hemoglobin levels than oral @DRUG$ did in both studies of patients with stages 1-5 CKD and stage 5D CKD.	1
0	2% and 4% @DRUG$ administration incorporated both into the diet and in the drinking @DRUG$ resulted in a significant decrease in total plasma cholesterol and LDL cholesterol concentration compared to controls.	2 % and 4 % @DRUG$ administration integrate both into the dieting and in the drinking @DRUG$ resulted in a significant decrease in total plasma cholesterin and LDL cholesterin concentration compared to controls .	2 % and 4 % @DRUG$ administration the both in the diet and in incorporated drinking @DRUG$ resulted controls a significant decrease in total plasma cholesterol and LDL cholesterol concentration compared to into .	% and 4 % @DRUG$ administration incorporated both into the and in the drinking @DRUG$ resulted in a significant decrease in total plasma cholesterol and LDL cholesterol concentration compared controls .	When 2% and 4% of @DRUG$ was administered as part of the diet or drinking water, it resulted in a significant decrease in total plasma cholesterol and LDL cholesterol concentration compared to controls.	1
0	In addition, when evaluated in proliferating human umbilical vein endothelial cells (HUVECs), concentrations as low @DRUG$ 10 nmol/@DRUG$ NPI-2358 induced tubulin depolymerization within 30 min.	In improver , when evaluated in proliferate human umbilical vein endothelial cells ( HUVECs ) , concentrations as scurvy @DRUG$ 10 nmol / @DRUG$ NPI - 2358 induced tubulin depolymerization within 30 min .	2358 addition , when evaluated in proliferating human umbilical vein endothelial / ( HUVECs induced , concentrations as low @DRUG$ 10 nmol cells @DRUG$ NPI - In ) tubulin depolymerization within 30 min .	In addition , when evaluated in human umbilical vein endothelial cells ( HUVECs ) , concentrations as low @DRUG$ 10 nmol / @DRUG$ NPI - 2358 induced tubulin depolymerization within 30 min .	When @DRUG$ is present at a concentration of 10 nmol/L, it causes @DRUG$ to depolymerize tubulin within 30 minutes.	0
0	The pathways for @DRUG$- and tefluthrin-induced Ca(2+) influx include N-methyl-@DRUG$ receptors, L-type Ca(2+) channels, and reverse mode of operation of the Na(+)/Ca(2+) exchanger inasmuch as antagonists of these sites blocked deltamethrin-induced Ca(2+) influx.	The pathways for @DRUG$ - and tefluthrin-induced Ca ( deuce + ) inflow include N-methyl - @DRUG$ receptors , L-type Ca ( deuce + ) channels , and reverse mode of surgery of the sodium ( + ) / Ca ( deuce + ) exchanger inasmuch as antagonists of these internet site blockade deltamethrin-induced Ca ( deuce + ) inflow .	The pathways for @DRUG$ - and tefluthrin-induced Ca ( 2 + ) influx include N-methyl exchanger @DRUG$ receptors , L-type blocked ( ( + ) channels , and reverse mode of operation of the + ( + ) deltamethrin-induced Ca ( 2 + ) - inasmuch as antagonists of these sites Ca / Ca 2 2 Na ) influx .	The pathways for @DRUG$ - and tefluthrin-induced Ca ( 2 + ) influx include N-methyl - @DRUG$ receptors , L-type Ca ( 2 ) , and reverse mode of operation of Na ( + ) / Ca ( 2 + exchanger inasmuch as antagonists of these sites blocked deltamethrin-induced Ca ( 2 + ) influx .	@DRUG$ and tefluthrin-induced Ca ( 2 + ) influx are mediated by N-methyl - @DRUG$ receptors , L-type Ca ( 2 + ) channels , and reverse mode of operation of the Na ( + ) / Ca ( 2 + ) exchanger . Antagonists	0
0	Plasma cholesterol level decreased from 5.67+/-0.87 to 5.44+/-0.68 mmol/l (p<0.0001) and plasma triglycerides decreased from 1.92+/-1.07 to 1.78+/-0.80 mmol/@DRUG$ (@DRUG$<0.001).	Plasma cholesterol level fall from 5.67+/-0.87 to 5.44+/-0.68 mmol/l ( p<0.0001 ) and plasma triglyceride fall from 1.92+/-1.07 to 1.78+/-0.80 mmol / @DRUG$ ( @DRUG$ < 0.001 ) .	Plasma to 1.78+/-0.80 decreased from 5.67+/-0.87 to 5.44+/-0.68 mmol/l ( p<0.0001 ) and plasma triglycerides decreased from 1.92+/-1.07 cholesterol level mmol / @DRUG$ ( @DRUG$ < 0.001 ) .	Plasma cholesterol level from 5.67+/-0.87 to 5.44+/-0.68 mmol/l ( p<0.0001 ) and plasma triglycerides decreased from 1.92+/-1.07 to 1.78+/-0.80 mmol / @DRUG$ ( @DRUG$ < ) .	The plasma cholesterol level decreased from 5.67+/-0.87 to 5.44+/-0.68 mmol/l ( p<0.0001 ) and the plasma triglycerides decreased from 1.92+/-1.07 to 1.78+/-0.80 mmol / DR	1
0	One group was given a placebo, a second group received @DRUG$ (25 mg/kg body weight) and the other four groups received @DRUG$ at 1, 10, 50 or 100 mg/kg body weight (bw).	One radical was given a placebo , a secondment radical received @DRUG$ ( 25 milligram / kg body weight ) and the other four groups received @DRUG$ at 1 , 10 ,  or 100 milligram / kg body weight ( bw ) .	One group was given a placebo four a second group received @DRUG$ ( 25 mg kg / body weight ) and the other , groups received @DRUG$ at or kg 10 , 50 1 100 mg / , body weight ( bw ) .	One group was given a placebo , a second group received @DRUG$ ( 25 mg / kg body weight ) and the other four groups received @DRUG$ at 1 , 10 , 50 or 100 mg / kg body weight ( bw ) .	One group was given a placebo, a second group received @DRUG$ (25 mg/kg body weight) and the other four groups received @DRUG$ at 1, 10, 50 or 100 mg/kg body weight (bw).	0
0	The catalytic efficiency of CES1A1 for l-methylphenidate (@DRUG$(cat)/K(@DRUG$) = 7.7 mM(-1) min(-1)) is greater than that of d-methylphenidate (k(cat)/K(m) = 1.3-2.1 mM(-1) min(-1)).	The catalytic efficiency of CES1A1 for l-methylphenidate ( @DRUG$ ( khat ) / K( @DRUG$ ) = 7.7 millimetre ( - 1 ) minute ( - 1 ) ) is swell than that of d-methylphenidate ( k( khat ) / K( thou ) = 1.3-2.1 millimetre ( - 1 ) min( - 1 ) ) .	The catalytic efficiency of CES1A1 m l-methylphenidate 1 @DRUG$ ( cat ) / that @DRUG$ ) k( 7.7 mM ( - 1 ) min ( - 1 ) ) is greater than K( of d-methylphenidate ( = cat ) / K( for ) = 1.3-2.1 mM ( - ( ) min( - 1 ) ) .	The catalytic efficiency of CES1A1 for l-methylphenidate ( @DRUG$ ( cat ) / K( @DRUG$ = 7.7 mM ( - 1 ) min ( - 1 ) ) is greater than that of d-methylphenidate ( k( cat ) / K( m ) = 1.3-2.1 mM ( - 1 ) min( - 1 ) ) .	The catalytic efficiency of CES1A1 for l-methylphenidate ( @DRUG$ ( cat ) / K( @DRUG$ ) ) is greater than that of d-methylphenidate ( k( cat ) / K( m ) ) .	0
0	This review did not find any suggestion that @DRUG$ @DRUG$ is more or less effective in controlling aggressive acute psychosis, or in preventing adverse effects than intramuscular haloperidol, and neither seemed to have a rapid onset of action.	This review did not find any suggestion that @DRUG$ @DRUG$ is more or less effective in controlling aggressive acute psychosis , or in preventing untoward effects than intramuscular haldol , and neither appear to have a rapid onset of natural action .	This effects did not any or suggestion that @DRUG$ @DRUG$ is more intramuscular less effective in controlling aggressive acute psychosis , find in preventing adverse review than or haloperidol , and neither seemed to have a rapid onset of action .	This review find any suggestion that @DRUG$ @DRUG$ is more or less effective in controlling aggressive psychosis or in adverse effects than intramuscular , neither to have a rapid onset of action .	There is no evidence that @DRUG$ is more or less effective than @DRUG$ in controlling aggressive acute psychosis, or in preventing adverse effects.	0
0	At higher cation content, @DRUG$(II) bindings to adenine N-7 and @DRUG$ O-2 are included.	At higher cation substance , @DRUG$ ( deuce ) bindings to adenine N- 7 and @DRUG$ O - 2 are included .	At 2 cation content , @DRUG$ ( II ) bindings to adenine N- 7 are @DRUG$ O - higher and included .	At higher cation content , @DRUG$ ( II ) bindings to adenine N- 7 and @DRUG$ O - 2 are included .	At higher cation content, @DRUG$ (II) binds more strongly to adenine N-7 and @DRUG$ binds more strongly to oxygen O-2.	0
0	Area under the plasma concentration-time curve (AUC) was 80% higher for esomeprazole 20 mg vs. omeprazole, while that for esomeprazole 40 @DRUG$ was more than five times higher (each @DRUG$ < 0.0001).	Area under the plasm concentration - time curve ( united self defense force of colombia ) was 80 % higher for esomeprazole xx mg vs. omeprazole , while that for esomeprazole xl @DRUG$ was more than five times higher ( each @DRUG$ < 0.0001 ) .	Area under the plasma concentration - was curve ( AUC ) was 80 % higher for times 20 mg vs. each , five that for esomeprazole 40 @DRUG$ time more than while esomeprazole higher ( omeprazole @DRUG$ < 0.0001 ) .	Area under the plasma - time curve ( AUC ) was 80 % higher esomeprazole 20 mg vs. omeprazole , while that for esomeprazole 40 @DRUG$ was more than five times higher ( each < 0.0001 ) .	The AUC for esomeprazole 20 mg was 80% higher than for omeprazole, while the AUC for esomeprazole 40 mg was more than five times higher.	1
1	Five days' treatment with @DRUG$ axetil was recently shown to be as effective as 10 days' treatment with either cefuroxime axetil or @DRUG$/clavulanic acid in patients with acute otitis media or acute bronchitis.	little phoebe  hour interval ' treatment with @DRUG$ axetil was recently shown to be as effective as decade  hour interval ' treatment with either cefuroxime axetil or @DRUG$ / clavulanic acid in patients with acute otitis media or acute bronchitis .	Five in ' treatment with @DRUG$ axetil was as shown to be recently effective / 10 days ' treatment with either cefuroxime axetil or @DRUG$ as clavulanic acid days patients with acute otitis media or acute bronchitis .	Five days ' treatment @DRUG$ axetil was recently shown to be as effective as 10 days ' treatment either cefuroxime axetil or @DRUG$ / clavulanic acid in patients with acute otitis media or acute bronchitis .	@DRUG$ is just as effective as @DRUG$ in treating acute otitis media and acute bronchitis.	0
1	RESULTS: Following cumulative intravenous administration, @DRUG$ (1-100 microg/kg), tegaserod (1-1000 microg/kg), BIMU-8 (3-3000 microg/kg), renzapride (10-3000 microg/kg), cisapride (30-3000 microg/kg), and @DRUG$ (30-10,000 microg/kg) produced a dose-dependent increase in esophageal inter-crystal distance.	RESULTS : postdate accumulative endovenous administration , @DRUG$ ( 1-100 microg / kilo ) , tegaserod ( 1-1000 microg / kilo ) , BIMU -8 ( 3-3000 microg / kilo ) , renzapride ( 10-3000 microg / kilo ) , cisapride ( 30-3000 microg / kilo ) , and @DRUG$ ( 30- 10,000 microg / kilo ) produced a dose-dependent growth in esophageal inter-crystal outdistance .	RESULTS : ( cumulative intravenous administration , @DRUG$ ( 1-1000 microg / kg kg , tegaserod ( 1-100 microg / kg ( , BIMU -8 ) 3-3000 microg microg kg ) , renzapride / 10-3000 microg ( kg ) , cisapride ( 30-3000 microg / kg ) , and @DRUG$ Following 30- 10,000 / / ) ) produced a dose-dependent increase in esophageal inter-crystal distance .	RESULTS : Following cumulative intravenous administration , @DRUG$ ( 1-100 microg / kg ) tegaserod ( 1-1000 / kg ) , BIMU -8 ( 3-3000 microg / kg ) , renzapride ( 10-3000 microg / kg ) , cisapride ( 30-3000 microg / ) , and @DRUG$ ( 30- 10,000 microg / kg ) produced a dose-dependent increase in esophageal inter-crystal distance .	The higher the dose of @DRUG$, the greater the distance between crystals in the esophagus.	1
1	A HPLC method with diode-array detection, at 265 nm, was developed and validated for the determination of ten sulfonamides (SAs): @DRUG$ (SDZ), sulfathiazine (STZ), sulfamethoxine (SMTH), sulfamethizole (SMZ), sulfamethoxypyridazine (SMPZ), sulfamonomethoxine (SMMX), sulfamethoxazole (SMXZ), sulfisoxazole (SIX), @DRUG$ (SDMX), and sulfaquinoxaline (SQX) in milk.	adenine HPLC method acting with diode-array signal detection , at 265 new mexico , was developed and validated for the decision of ten sulfonamides ( sturmabteilung ) : @DRUG$ ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX ) , sulfamethoxazole ( SMXZ ) , sulfisoxazole ( sextet ) , @DRUG$ ( SDMX ) , and sulfaquinoxaline ( SQX ) in milk .	A HPLC method with diode-array detection SDMX at 265 nm , was developed and validated for the determination of ten SDZ ( SAs ) : @DRUG$ ( , ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , ) ( SMPZ ) , sulfamonomethoxine ( SMMX sulfamethoxypyridazine , in ( SMXZ ) sulfonamides sulfisoxazole ( SIX ) , @DRUG$ ( , ) , and sulfaquinoxaline ( SQX ) sulfamethoxazole milk .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs : @DRUG$ SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH , sulfamethizole ( ) , sulfamethoxypyridazine SMPZ ) , sulfamonomethoxine ( ) , sulfamethoxazole ( SMXZ ) , sulfisoxazole ( SIX ) , @DRUG$ ( SDMX ) , and sulfaquinoxaline ( SQX ) in milk .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : @DRUG$ ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) ,	1
1	AIM: To determine the Michaelis-Menten kinetics of hydrocodone metabolism to its O- and N-demethylated products, @DRUG$ and norhydrocodone, to determine the individual cytochrome p450 enzymes involved, and to predict the in vivo hepatic intrinsic clearance of @DRUG$ via these pathways.	AIM : To determine the Michaelis-Menten kinetics of hydrocodone metabolic process to its O- and N-demethylated products , @DRUG$ and norhydrocodone , to determine the case by case cytochrome p450 enzyme involved , and to predict the in vivo liverwort intrinsic clearance of @DRUG$ via these pathways .	hepatic : To determine the via kinetics of hydrocodone metabolism to its intrinsic O- N-demethylated products , @DRUG$ and norhydrocodone , to determine the individual cytochrome p450 enzymes involved , and to predict the in vivo AIM and clearance of @DRUG$ Michaelis-Menten these pathways .	AIM : To determine the Michaelis-Menten kinetics of hydrocodone metabolism to its O- and products , @DRUG$ and norhydrocodone , determine the individual cytochrome p450 enzymes involved , and to predict the in vivo hepatic intrinsic clearance of @DRUG$ via these pathways	The Michaelis-Menten kinetics of hydrocodone metabolism to its O- and N-demethylated products, @DRUG$ and norhydrocodone, determine the individual cytochrome p450 enzymes involved, and predict the in vivo hepatic intrinsic clearance of DRU	1
0	Activity of 15 compounds, given alone or in mixtures [butamisole, cambendazole, caviphos, febantel (alone or with trichlorfon), fenbendazole, ivermectin, @DRUG$-piperazine, oxfendazole, oxibendazole, pyrantel pamoate (alone or with piperazine-carbon disulfide complex), thiabendazole (alone or with piperazine or with trichlorfon), @DRUG$, and trichlorfon], against Thelazia lacrymalis was evaluated in 102 equids.	natural action of 15 heighten , pay only or in mixed bag [ butamisole , cambendazole , caviphos , febantel ( only or with trichlorfon ) , fenbendazole , ivermectin , @DRUG$ - piperazine , oxfendazole , oxibendazole , pyrantel pamoate ( only or with piperazine - carbon disulfide composite ) , thiabendazole ( only or with piperazine or with trichlorfon ) , @DRUG$ , and trichlorfon ] , against Thelazia lacrymalis was measure in 102 equids .	Activity , 15 compounds , trichlorfon alone or ( mixtures [ butamisole , cambendazole , , , febantel ( alone or with trichlorfon ) , fenbendazole , ivermectin , @DRUG$ - piperazine , oxfendazole of oxibendazole , pyrantel ( pamoate alone or with piperazine - carbon disulfide complex ) , thiabendazole in alone or with piperazine , with given ) or @DRUG$ , and trichlorfon ] caviphos in Thelazia lacrymalis was evaluated against 102 equids .	Activity of 15 compounds , given alone or in mixtures [ butamisole , cambendazole caviphos , febantel ( alone or with ) , , ivermectin , @DRUG$ - piperazine , oxfendazole , oxibendazole , pyrantel pamoate ( alone or with piperazine - carbon disulfide complex ) thiabendazole alone or with piperazine with trichlorfon ) , @DRUG$ , and trichlorfon ] , against Thelazia lacrymalis was evaluated in 102 .	The activity of 15 compounds against Thelazia lacrymalis was evaluated in 102 equids, including horses, donkeys, and mules. These compounds were either given alone or in mixtures, and their activity was compared against that of the drug @DRUG$.	1
0	RECENT FINDINGS: Important, newly recognized mediators of cerebral arterial spasm after subarachnoid hemorrhage include superoxide free radicals, ferrous @DRUG$ (which acts @DRUG$ a nitric oxide scavenger), endothelins, protein kinase C, and rho kinase.	RECENT FINDINGS : Important , fresh acknowledge intermediator of cerebral arterial spasm after subarachnoid bleeding include superoxide free radicals , ferrous @DRUG$ ( which acts @DRUG$ a nitric oxide scavenger ) , endothelins , protein kinase C , and rho kinase .	RECENT arterial which Important a newly recognized mediators of cerebral FINDINGS spasm after subarachnoid hemorrhage include superoxide free radicals , ferrous @DRUG$ ) : acts @DRUG$ , nitric oxide scavenger ( , endothelins , protein kinase C , and rho kinase .	RECENT FINDINGS : Important , newly recognized mediators of arterial spasm after subarachnoid hemorrhage include superoxide free radicals , ferrous @DRUG$ ( which acts @DRUG$ a nitric oxide scavenger ) , endothelins , kinase , and kinase .	Superoxide free radicals, ferrous @DRUG$ (which acts as a nitric oxide scavenger), endothelins, protein kinase C, and rho kinase are all important, newly recognized mediators of cerebral arterial spasm after subarachnoid hemorrhage.	1
0	The brain is a lipid-rich organ where @DRUG$ (DHA) is enriched and where @DRUG$ (EPA) may have anti-inflammatory effects.	The brain is a lipid-rich organ where @DRUG$ ( DHA ) is enriched and where @DRUG$ ( EPA ) crataegus oxycantha have anti inflammatory drug effects .	The brain is a lipid-rich organ where @DRUG$ ( EPA ) effects enriched and where @DRUG$ ( DHA ) may have anti-inflammatory is .	The brain a lipid-rich organ where @DRUG$ ( DHA ) is enriched and where @DRUG$ ( EPA ) may have anti-inflammatory effects .	The brain is a lipid-rich organ where @DRUG$ ( DHA ) is enriched and where @DRUG$ ( EPA ) may have anti-inflammatory effects ."The brain is a lipid-rich organ where DRUGA (DHA) is enriched. DRUGB (EPA)	0
0	Absolute @DRUG$ and 5% @DRUG$ are comparable for sclerotherapy of esophageal varices.	Absolute @DRUG$ and phoebe % @DRUG$ are comparable for sclerotherapy of esophageal varices .	Absolute @DRUG$ and 5 % @DRUG$ esophageal comparable for sclerotherapy of are varices .	Absolute @DRUG$ and 5 % @DRUG$ are comparable for sclerotherapy of esophageal varices .	Absolute @DRUG$ is about 5 times as potent as @DRUG$ for sclerotherapy of esophageal varices .	0
0	Forty piglets aged 4 to 7 days were randomly assigned to receive a mixture of ketamine 15 mg kg-1, climazolam 1.5 @DRUG$ kg-1 and @DRUG$ 1.0 mg kg-1, IN or IM, 10 minutes prior to castration.	twoscore shote aged quadruplet to 7 days were randomly assigned to receive a mixture of ketamine  mg kg - 1 , climazolam 1.5 @DRUG$ kg - 1 and @DRUG$ 1.0 mg kg - 1 , IN or IM , 10 minutes prior to castration .	Forty piglets ketamine 4 to 7 days were randomly assigned to or a mixture - aged 15 mg kg 1 of , climazolam 1.5 @DRUG$ kg - 1 and @DRUG$ 1.0 mg kg - 1 , IN receive IM , 10 minutes prior to castration .	Forty piglets aged 4 to 7 days randomly to receive a mixture of ketamine 15 mg kg 1 , climazolam 1.5 @DRUG$ kg 1 and @DRUG$ 1.0 mg kg - 1 IN IM , 10 minutes prior to castration .	Forty piglets aged 4 to 7 days were randomly assigned to receive a mixture of ketamine 15 mg kg - 1 , climazolam 1.5 @DRUG$ kg - 1 and @DRUG$ 1.0 mg kg - 1 , IN or IM , 10 minutes prior to castration	0
0	Neonatal serum levels of @DRUG$ (Mg), @DRUG$ (Ca), phosphorus (P) and alkaline phosphatase (ALP) were reviewed.	Neonatal serum levels of @DRUG$ ( Mg ) , @DRUG$ ( calcium ) , phosphorus ( phosphorus ) and alkaline phosphatase ( ALP ) were reviewed .	Neonatal serum levels of @DRUG$ ( Mg ) , @DRUG$ ( Ca were , phosphorus ( P ) and alkaline phosphatase ( ALP ) ) reviewed .	Neonatal serum of @DRUG$ ( Mg , @DRUG$ ( Ca ) , phosphorus ( P phosphatase ( ALP ) were reviewed .	The levels of magnesium (@DRUG$), calcium (@DRUG$), phosphorus (P), and alkaline phosphatase (ALP) were studied in newborns' serum.	0
0	Together with the previously published enzymatic data, the structural and binding data presented here strongly support a @DRUG$-assisted covalent bond formation between S630 hydroxyl @DRUG$ and the nitrile group of saxagliptin.	Together with the previously published enzymatic data , the structural and oblige data presented here strongly support a @DRUG$ - assisted covalent adhesion formation between S630 hydroxyl @DRUG$ and the nitrile aggroup of saxagliptin .	Together with the previously published enzymatic data , the structural binding between data presented here strongly support a @DRUG$ - assisted covalent bond formation and S630 hydroxyl @DRUG$ and saxagliptin nitrile group of the .	Together the published data , and binding data presented here strongly @DRUG$ - assisted covalent bond formation between S630 hydroxyl @DRUG$ and the nitrile group of saxagliptin	The data presented here strongly suggest that @DRUG$ helps to form a covalent bond between S630 hydroxyl @DRUG$ and the nitrile group of saxagliptin.	0
0	Leptin concentrations increased from 23.0 +/- 17.1 ng/mL to 40.9 +/- 27.2 @DRUG$/mL (p = .018), whereas the soluble @DRUG$ receptor concentrations remained stable during mirtazapine treatment.	Leptin concentrations increased from 23.0 +/- 17.1 ng / mL to 40.9 +/- 27.2 @DRUG$ / mL ( phosphorus = .018 ) , whereas the soluble @DRUG$ sense organ concentrations remained stalls during mirtazapine treatment .	p concentrations increased 40.9 23.0 +/- 17.1 ng / mL to treatment +/- 27.2 @DRUG$ / mL ( Leptin = .018 ) , whereas the soluble @DRUG$ receptor concentrations remained stable during mirtazapine from .	Leptin concentrations increased from 23.0 +/- 17.1 ng / mL to 40.9 +/- 27.2 @DRUG$ / mL ( p = .018 ) , whereas the soluble @DRUG$ receptor concentrations remained stable during mirtazapine treatment	Leptin concentrations increased from 23.0 +/- 17.1 ng / mL to 40.9 +/- 27.2 @DRUG$ / mL ( p = .018 ) , whereas the soluble @DRUG$ receptor concentrations remained stable during mirtazapine treatment ."In other words, DR	0
0	Diets included (i) the semipurified diet with no cholesterol (Con), (ii) the Con diet plus 0.25% cholesterol (Ch-con), or the Ch-con diet with (iii) 1% phytosterols (Ste), (iv) 1% phytostanols (Sta), (v) 1.76% @DRUG$ esters (esterified to @DRUG$, SteF), (vi) 0.71% stanol esters (esterified to ascorbic acid [disodium ascorbyl phytostanol phosphate, FM-VP4], 0.7% StaA) and (vii) 1.43% stanol esters (1.4% StaA), respectively.	dieting let in ( i ) the semipurified dieting with no cholesterin ( yard bird ) , ( two ) the yard bird dieting plus 0.25 % cholesterin ( Ch-con ) , or the Ch-con dieting with ( iii ) unity % phytosterols ( Ste ) , ( iv ) unity % phytostanols ( Sta ) , ( v) 1.76 % @DRUG$ esters ( esterified to @DRUG$ , SteF ) , ( vi ) 0.71 % stanol esters ( esterified to ascorbic acid [ disodium ascorbyl phytostanol inorganic phosphate , atomic number  - VP4 ] , 0.7 % StaA ) and (  ) 1.43 % stanol esters ( 1.4 % StaA ) , severally .	Diets included phytostanols i ) the semipurified diet with no cholesterol ( ( ) ) ( vi ) the Con diet plus 0.25 % cholesterol 0.7 Ch-con ) , Ste the Ch-con - with ( iii ) 1 % phytosterols ( or esters , ( iv ) 1 % ( Con Sta ) StaA ( v) 1.76 % @DRUG$ esters ( esterified to @DRUG$ , SteF ) , ( ii , 0.71 % stanol esters ( esterified to stanol acid [ disodium ascorbyl phytostanol % , FM diet VP4 ] , ( phosphate StaA ) and ( vii ) 1.43 % ascorbic ) ( 1.4 % , ) , respectively .	Diets included ( i ) the diet with cholesterol ( ) , ( ii ) the Con diet plus 0.25 % cholesterol Ch-con , or the Ch-con diet with ( iii ) 1 % phytosterols ( Ste ) , ( iv ) % phytostanols ( Sta ) , ( 1.76 @DRUG$ esters ( esterified to @DRUG$ SteF , ( vi ) 0.71 % esters ( esterified to ascorbic acid [ disodium ascorbyl phytostanol phosphate FM - VP4 ] , % ) and ( vii ) 1.43 % stanol esters ( 1.4 % StaA ) , respectively .	The diets included (i) the semipurified diet with no cholesterol (Con), (ii) the Con diet plus 0.25% cholesterol (Ch-con), or the Ch-con diet with (iii) 1% phytosterols (Ste), (iv) 1% ph	1
0	Appropriate doses of amifostine resulted to be 740-910 @DRUG$/@DRUG$(2) in a single dose regimen, and 340 mg/m(2) in a multiple dose regimen.	set aside doses of amifostine resulted to be 740 - 910 @DRUG$ / @DRUG$ ( 2 ) in a i venereal disease regimen , and 340 mg / m ( 2 ) in a multiple venereal disease regimen .	Appropriate doses of amifostine resulted to be 340 - 910 @DRUG$ / @DRUG$ ( 2 ) in a single dose regimen , dose 740 mg / m ( 2 ) in a multiple and regimen .	Appropriate doses of amifostine resulted to be - 910 @DRUG$ / @DRUG$ ( 2 ) in a single dose regimen , and mg / m ( 2 ) in a multiple dose regimen .	Appropriate doses of amifostine resulted to be 740 - 910 @DRUG$ / @DRUG$ ( 2 ) in a single dose regimen , and 340 mg / m ( 2 ) in a multiple dose regimen ."740 - 910 DRUGA / DRUGB	0
0	MATERIALS AND METHODS: In chronic experiments, male Wistar rats were injected intermittently with @DRUG$ (2.0 mg/kg, i.@DRUG$., three times per week) or vehicle (saline, 2.0 ml/kg) for 1 month.	MATERIALS AND METHODS : In inveterate experiments , male Wistar shit were put in intermittently with @DRUG$ ( 2.0 mg / kilo , i.@DRUG$ . , three times per week ) or vehicle ( saline , 2.0 ml / kilo ) for 1 month .	2.0 AND , : In chronic experiments ( MATERIALS Wistar rats were injected intermittently with @DRUG$ , 2.0 mg / kg METHODS i.@DRUG$ . , three times per week ) or vehicle ( saline , male ml / kg ) for 1 month .	MATERIALS AND METHODS : In chronic experiments , male Wistar rats were injected intermittently with @DRUG$ ( 2.0 mg / kg , i.@DRUG$ . three times per week ) or vehicle ( saline , ml ) for 1 month .	MATERIALS AND METHODS : In chronic experiments , male Wistar rats were injected intermittently with @DRUG$ ( 2.0 mg / kg , i.@DRUG$ . , three times per week ) or vehicle ( saline , 2.0 ml / kg ) for 1 month	0
0	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron as @DRUG$ per ml, or 200 mg iron as @DRUG$ per ml.	A total of 102 new sprung piglets from ten litters were treat intramuscularly with 200 milligram iron as @DRUG$ per ml , or 200 milligram iron as @DRUG$ per ml .	mg total of 102 newborn piglets from ten litters ml treated as with 200 mg iron intramuscularly @DRUG$ per were , or 200 A iron as @DRUG$ per ml .	A total 102 piglets from ten litters were treated intramuscularly with 200 mg iron @DRUG$ per ml , or 200 mg iron as @DRUG$ per ml .	@DRUG$ is a substance that is used to treat newborn piglets, and @DRUG$ is a substance that is used to treat newborn piglets.	0
1	@DRUG$ does not affect the plasma concentration of other antiepileptics, but phenytoin, phenobarbital, @DRUG$, and primidone affect the clearance of rufinamide.	@DRUG$ does not affect the blood plasma concentration of other antiepileptics , but phenytoin , luminal , @DRUG$ , and primidone affect the clearance of rufinamide .	@DRUG$ does not affect other plasma concentration the of antiepileptics , but phenytoin , phenobarbital , @DRUG$ , and primidone affect the clearance of rufinamide .	@DRUG$ does not affect the plasma concentration of other antiepileptics , phenytoin phenobarbital , @DRUG$ , and primidone affect the clearance of rufinamide .	@DRUG$ does not affect the plasma concentration of other antiepileptics, but phenytoin, phenobarbital, @DRUG$, and primidone affect the clearance of rufinamide.	0
0	@DRUG$ does not alter either the total number of atractyloside-sensitive binding sites of depleted mitochondria, or the affinity of these sites for ADP or @DRUG$ under conditions where a partial inhibition of the rate of adenine nucleotide translocation is observed.	@DRUG$ does not alter either the total number of atractyloside -sensitive bond sites of depleted mitochondria , or the affinity of these sites for ADP or @DRUG$ under train where a fond inhibition of the rate of adenine base translocation is observed .	@DRUG$ does not alter either the total number of atractyloside conditions binding sites of of mitochondria under or the affinity nucleotide these sites for ADP or @DRUG$ , -sensitive where a partial inhibition of the rate of adenine depleted translocation is observed .	@DRUG$ does not alter either the total number of atractyloside -sensitive binding sites depleted mitochondria or the affinity of these sites for ADP or @DRUG$ under conditions where a inhibition of the rate of adenine nucleotide translocation is observed .	@DRUG$ does not alter the number of atractyloside -sensitive binding sites of depleted mitochondria, or the affinity of these sites for ADP or @DRUG$.	0
0	There is a close relationship between concentrations of @DRUG$ @DRUG$ and serum aluminium, and patients with dialysis encephalopathy have serum aluminium concentrations greater than 400 microgram/litre.	There is a conclude relationship between concentrations of @DRUG$ @DRUG$ and serum aluminum , and affected role with dialysis encephalopathy have serum aluminum concentrations greater than 400 microgram / litre .	There is and of relationship between concentrations close @DRUG$ @DRUG$ and serum aluminium , a encephalopathy with dialysis patients have serum aluminium concentrations greater than 400 microgram / litre .	There is a close relationship between concentrations of @DRUG$ @DRUG$ and serum aluminium and patients with dialysis encephalopathy have serum aluminium concentrations greater than 400 / litre .	The higher the concentration of @DRUG$ in the blood, the higher the concentration of @DRUG$ in the blood.	0
0	Intravenous @DRUG$ significantly improves response to @DRUG$ versus oral iron or no iron in anemic patients with cancer receiving chemotherapy.	Intravenous @DRUG$ significantly improves response to @DRUG$ versus oral fe or no fe in anaemic patients with cancer receiving chemotherapy .	versus @DRUG$ significantly improves response to @DRUG$ iron oral iron or no Intravenous in anemic patients with cancer receiving chemotherapy .	Intravenous @DRUG$ significantly improves response to @DRUG$ versus oral iron or no iron anemic patients with cancer .	Intravenous @DRUG$ significantly improves response to @DRUG$ in anemic patients with cancer receiving chemotherapy .	0
1	Comparing @DRUG$ with tramadol, sertraline, phosphodiesterase 5 inhibitors (PDE5Is), local @DRUG$ gel, behaviour therapy or dapoxetine, we found that the increase in IELT was not statistically significant between groups.	Comparing @DRUG$ with tramadol , zoloft , phosphodiesterase 5 inhibitors ( PDE5Is ) , topical anesthetic @DRUG$ gel , doings therapy or dapoxetine , we found that the increase in IELT was not statistically significant between groups .	Comparing @DRUG$ with tramadol , between , phosphodiesterase not inhibitors ( PDE5Is we , local @DRUG$ gel , behaviour therapy or dapoxetine , ) found that the increase in IELT was 5 statistically significant sertraline groups .	Comparing @DRUG$ with tramadol , phosphodiesterase 5 inhibitors ( PDE5Is ) local @DRUG$ gel behaviour or dapoxetine , we found that the increase in IELT was not statistically significant between groups .	We found that the increase in IELT was not statistically significant between groups.	1
0	On the basis of these objective data, equivalent doses for the three compounds were determined to be as follows: 0.5 @DRUG$ triazolam = 2,400 mg @DRUG$ = 400 mg butabarbital.	On the basis of these documentary data , equivalent doses for the three compounds were driven to be as take after : 0.5 @DRUG$ triazolam = 2,400 mg @DRUG$ = 400 mg butabarbital .	On the basis of these objective data , equivalent doses for the three compounds were determined to 400 follows be : 0.5 @DRUG$ triazolam = 2,400 mg @DRUG$ = as mg butabarbital .	On the basis of these objective data equivalent doses for were determined to be as follows : 0.5 @DRUG$ triazolam = 2,400 mg @DRUG$ = mg butabarbital .	For every 1 mg of @DRUG$, there are 2400 mg of @DRUG$.	0
0	The main pharmacokinetic parameters of cantharidin by op (102 microg x kg(-1)) were: AUC (160.4 +/- 26.9) h x microg x @DRUG$(-1), CL (649.1 +/- 97.7) mL x h(-1) x kg(-1), t1/2 (0.38 +/- 0.1) h., @DRUG$ (bioavailability) = 26.7% comparing to injection.	The principal pharmacokinetic argument of cantharidin by op ( 102 microg cristal kg ( - single ) ) were : AUC ( 160.4 +/- 26.9 ) enthalpy cristal microg cristal @DRUG$ ( - single ) , CL ( 649.1 +/- 97.7 ) mL cristal h( - single ) cristal kg ( - single ) , t1/2 ( 0.38 +/- 0.1 ) h. , @DRUG$ ( bioavailability ) = 26.7 % liken to shot .	The main pharmacokinetic 97.7 of cantharidin ) op 1 102 microg x kg ( - 1 ) by were : AUC ( 160.4 +/- 26.9 ) ( x microg 0.1 @DRUG$ ( - 26.7 ) , CL ( 649.1 +/- h ) mL x h( - 1 ) x kg ( - 1 ) , t1/2 ( 0.38 +/- x ) h. , @DRUG$ ( bioavailability ) = parameters % comparing to injection .	The main pharmacokinetic parameters cantharidin by op ( 102 microg x kg ( - 1 ) were : AUC ( 160.4 +/- 26.9 ) h x microg x @DRUG$ ( - 1 ) , CL ( 649.1 +/- 97.7 ) mL x h( - 1 ) x kg ( - 1 ) , t1/2 ( 0.38 +/- 0.1 ) h. , @DRUG$ bioavailability ) = 26.7 % comparing to injection .	The main pharmacokinetic parameters of cantharidin by op ( 102 microg x kg ( - 1 ) ) were : AUC ( 160.4 +/- 26.9 ) h x microg x @DRUG$ ( - 1 ) , CL ( 649.1 +/- 97.	1
0	In contrast, for early p.@DRUG$. the correlation coefficient was highly significant at @DRUG$ = 0.894 (p less than 0.01).	In line , for early p.@DRUG$ . the correlation coefficient was highly significant at @DRUG$ = 0.894 ( phosphorus less than 0.01 ) .	In contrast for , early p.@DRUG$ . the correlation coefficient was highly significant at @DRUG$ = ) ( p less than 0.01 0.894 .	In contrast , for early p.@DRUG$ . the correlation coefficient was highly significant at @DRUG$ = 0.894 ( p less than 0.01 )	For early p.@DRUG$, the correlation coefficient was very high at @DRUG$ = 0.894 (p less than 0.01).	0
1	For almost a decade, @DRUG$ was regarded @DRUG$ the drug of choice in nonlife-threatening endemic mycoses.	For almost a decade , @DRUG$ was regarded @DRUG$ the drug of alternative in nonlife-threatening endemic mycoses .	was almost a decade , @DRUG$ For regarded @DRUG$ the drug of choice in nonlife-threatening endemic mycoses .	For almost a decade , @DRUG$ was regarded @DRUG$ drug of choice in endemic mycoses .	For almost a decade, @DRUG$ was the drug of choice for treating nonlife-threatening endemic mycoses.	1
1	Obtained results suggest that the central adenosine A1 receptor stimulation may play a role in the anticonvulsive potential of diazepam, @DRUG$, @DRUG$ and gabapentin in a novel model of 3-NPA-evoked seizures.	find results suggest that the exchange adenosine A1 receptor stimulation may play a role in the anticonvulsive potential of diazepam , @DRUG$ , @DRUG$ and gabapentin in a novel model of 3 - NPA - paint a picture seizures .	Obtained stimulation suggest that the central adenosine anticonvulsive receptor results may play a role in the A1 potential evoked diazepam , @DRUG$ , @DRUG$ and gabapentin in a novel model of 3 - NPA - of seizures .	Obtained results suggest that the central adenosine A1 receptor stimulation may play role in the anticonvulsive potential of diazepam , @DRUG$ , @DRUG$ gabapentin in a novel model of 3 - NPA - evoked seizures .	The central adenosine A1 receptor stimulation may play a role in the anticonvulsive potential of diazepam, @DRUG$, @DRUG$ and gabapentin in a novel model of 3-NPA-evoked seizures.	0
0	The mean terminal half-life of plasma (76 h) and blood (105 h) radioactivity was prolonged compared with that of unchanged AS (0.43 h) and @DRUG$ (0.75 h), an active metabolite of @DRUG$.	The mean terminal half - life of plasma ( 76 h ) and line (  h ) radioactivity was protract compared with that of unaltered AS ( 0.43 h ) and @DRUG$ ( 0.75 h ) , an active metabolite of @DRUG$ .	The mean an half - life of plasma ( blood h ) and 76 ( 105 h ) radioactivity was h compared prolonged that of unchanged AS ( 0.43 with ) and @DRUG$ ( 0.75 h ) , terminal active metabolite of @DRUG$ .	The mean terminal half - life of plasma ( 76 h ) blood ( 105 h ) radioactivity was prolonged compared with that of unchanged ( 0.43 ) and @DRUG$ ( 0.75 h ) , an active metabolite of @DRUG$ .	The mean terminal half - life of plasma ( 76 h ) and blood ( 105 h ) radioactivity was prolonged compared with that of unchanged AS ( 0.43 h ) and @DRUG$ ( 0.75 h ) , an active metabolite of @DRUG$ ."In other words,	0
1	There is insufficient evidence to determine the relative efficacy or safety of cyclobenzaprine, carisoprodol, orphenadrine, tizanidine, metaxalone, @DRUG$, and @DRUG$.	There is insufficient evidence to learn the proportional efficacy or safety of cyclobenzaprine , carisoprodol , orphenadrine , tizanidine , metaxalone , @DRUG$ , and @DRUG$ .	There is tizanidine evidence to determine the relative efficacy or safety of cyclobenzaprine , carisoprodol , insufficient , orphenadrine , metaxalone , @DRUG$ , and @DRUG$ .	There is insufficient evidence to the relative efficacy or safety of cyclobenzaprine , carisoprodol , orphenadrine , tizanidine , metaxalone , @DRUG$ , and @DRUG$ .	There is not enough evidence to say whether or not cyclobenzaprine, carisoprodol, orphenadrine, tizanidine, metaxalone, @DRUG$, and @DRUG$ are effective or safe.	0
0	@DRUG$, carbamazepine, @DRUG$, primidone, phensuximide, methsuximide, alpha-methyl-alpha-phenylsuccinimide, and high concentrations of clonazepam are anticonvulsant drugs that preferentially prevent maximal electroshock seizures (MES) and generalized tonic-clonic convulsions; all these agents inhibit veratridine-induced accumulation of both cyclic AMP and cyclic GMP.	@DRUG$ , carbamazepine , @DRUG$ , primidone , milontin , methsuximide , alpha-methyl - alpha- phenylsuccinimide , and senior high school concentrations of clonazepam are anticonvulsant drugs that preferentially prevent maximum electroshock seizures ( MES ) and generalized tonic-clonic convulsions ; all these broker inhibit veratridine - induced accumulation of both cyclical AMP and cyclical GMP .	@DRUG$ , veratridine , @DRUG$ , primidone are carbamazepine , methsuximide - alpha-methyl - alpha- phenylsuccinimide , and high concentrations of clonazepam , anticonvulsant drugs that preferentially prevent AMP electroshock seizures ( MES ) and generalized tonic-clonic convulsions ; all these agents inhibit phensuximide , induced accumulation of both cyclic maximal and cyclic GMP .	@DRUG$ , carbamazepine , @DRUG$ , primidone phensuximide , methsuximide , alpha-methyl - alpha- phenylsuccinimide , and high concentrations of clonazepam are anticonvulsant drugs that preferentially prevent electroshock seizures ( ) and generalized convulsions all these agents inhibit veratridine - induced accumulation of both cyclic AMP cyclic GMP .	All of these agents (@DRUG$) inhibit veratridine-induced accumulation of both cyclic AMP and cyclic GMP.	1
1	The authors evaluated @DRUG$ vaccination given with cisplatin plus @DRUG$ for the treatment gastric adenocarcinoma.	The authors evaluated @DRUG$ vaccination given with cisplatin positive @DRUG$ for the treatment gastric adenocarcinoma .	The authors evaluated @DRUG$ vaccination given gastric cisplatin plus @DRUG$ for the treatment with adenocarcinoma .	The authors evaluated @DRUG$ vaccination given cisplatin plus @DRUG$ for the treatment gastric adenocarcinoma .	The authors evaluated how well a vaccine called @DRUG$ worked when it was given together with a drug called cisplatin plus @DRUG$ for the treatment of gastric adenocarcinoma .	0
0	METHODS: In this dose-escalating pilot study, 17 patients with constipation-predominant irritable bowel syndrome received placebo, renzapride 2 mg o.@DRUG$. and renzapride 2 @DRUG$ b.d. sequentially for 28 days.	METHODS : In this dose-escalating pilot study , 17 patient role with constipation - predominant irritable gut syndrome received placebo , renzapride ii mg o.@DRUG$ . and renzapride ii @DRUG$ b.d. sequentially for 28 days .	METHODS 28 In this study pilot dose-escalating , 17 patients with constipation - predominant irritable bowel syndrome @DRUG$ placebo , renzapride 2 mg o.@DRUG$ . and renzapride 2 received b.d. sequentially for : days .	METHODS : In this dose-escalating pilot study , 17 with constipation - predominant irritable bowel syndrome placebo , renzapride 2 mg o.@DRUG$ . and renzapride @DRUG$ b.d. sequentially for 28 days .	Patients received placebo, renzapride 2 mg o.@DRUG$, and renzapride 2 mg @DRUG$ b.d. sequentially for 28 days.	0
1	"Unlike the sedative hypnotics that target GABA(A) receptor complexes, @DRUG$ is a chronohypnotic that acts on the @DRUG$ MT(1) and MT(2) receptors, which are primarily located in the suprachiasmatic nucleus, the body's ""master clock."""	" Unlike the sedative hypnotic that target GABA ( deoxyadenosine monophosphate ) receptor complexes , @DRUG$ is a chronohypnotic that acts on the @DRUG$ MT ( 1 ) and MT (  ) receptors , which are primarily located in the suprachiasmatic nucleus , the trunk 's " " captain clock . " " "	complexes Unlike the sedative hypnotics that target which ( " ) receptor " , @DRUG$ is a chronohypnotic that acts on the @DRUG$ MT ( 1 ) and MT ( 2 ) receptors , GABA A primarily located in the suprachiasmatic nucleus , the body 's are " master clock . " " "	" Unlike the sedative hypnotics that target GABA ( A ) receptor complexes , @DRUG$ a chronohypnotic that acts on the @DRUG$ MT ( 1 ) and MT ( 2 receptors , which are located in the suprachiasmatic nucleus , the body 's " " clock . " " "	Unlike the sedative hypnotics that target GABA (A) receptor complexes, @DRUG$ is a chronohypnotic that acts on the @DRUG$ MT (1) and MT (2) receptors, which are primarily located in the suprachiasmatic nucleus, the body's 	0
0	Talampanel (6 x 10 mg/kg i.p. given on the day of stroke) improved the motor coordination in rotarod (@DRUG$ < 0.01) and @DRUG$ walking (p < 0.01) tests, reduced the number of stroke-induced rotations (p < 0.05), shortened the reflex time on the forelimb contralateral to brain ischemia and improved the survival rate comparing with vehicle treated control.	Talampanel ( 6 x 10 atomic number  / kg i.p. given on the day of stroke ) improved the drive coordination in rotarod ( @DRUG$ < 0.01 ) and @DRUG$ walking ( p < 0.01 ) tests , slim down the number of stroke-induced revolution ( p < 0.05 ) , shortened the reflex time on the forelimb contralateral to brain ischemia and improved the selection place liken with vehicle treated control .	Talampanel ( 6 ) 10 mg / kg i.p. given on the day of the ) improved ischemia p coordination < rotarod ( @DRUG$ < 0.01 ) and @DRUG$ walking shortened p in 0.01 ) tests , reduced the number on stroke-induced rotations ( motor < 0.05 x , ( the reflex time of the forelimb contralateral to brain stroke and improved the survival rate comparing with vehicle treated control .	Talampanel ( 6 x 10 mg / kg i.p. given on the day of stroke improved the motor coordination rotarod ( @DRUG$ < 0.01 ) and @DRUG$ walking p < 0.01 ) tests , reduced the number of stroke-induced rotations ( < 0.05 ) , the reflex time on the contralateral to brain ischemia and improved the survival rate comparing with vehicle treated control .	Talampanel ( 6 x 10 mg / kg i.p. given on the day of stroke ) improved the motor coordination in rotarod ( @DRUG$ < 0.01 ) and @DRUG$ walking ( p < 0.01 ) tests , reduced the number of stroke-induced	0
0	The sedative and cortisol suppressing properties of @DRUG$ (45 and 60 @DRUG$) and nitrazepam (10 and 15 mg) were examined in eight healthy male subjects.	The sedative and hydrocortone crush properties of @DRUG$ ( 45 and 60 @DRUG$ ) and nitrazepam ( x and 15 mg ) were examined in eight healthy male subjects .	The sedative and cortisol suppressing properties ( @DRUG$ ( 45 and 60 @DRUG$ ) and nitrazepam of 10 and male mg ) were examined in eight healthy 15 subjects .	sedative and cortisol suppressing properties of @DRUG$ ( 45 and 60 @DRUG$ and nitrazepam ( 10 and 15 mg ) were examined in eight healthy male subjects .	The sedative and cortisol suppressing properties of @DRUG$ ( 45 and 60 @DRUG$ ) and nitrazepam ( 10 and 15 mg ) were examined in eight healthy male subjects ."DRUGA is a sedative that suppresses cortisol levels, while DRUGB is a nit	0
1	CONCLUSIONS: @DRUG$, 50 mg, given for 1 week provided statistically significant and clinically superior improvements in symptoms compared with 5 @DRUG$ of desloratadine in patients with moderate-to-severe SAR.	CONCLUSIONS : @DRUG$ , 50 atomic number  , given for 1 week provided statistically important and clinically superior improvements in symptoms compared with 5 @DRUG$ of desloratadine in patient with moderate - to- severe SAR .	CONCLUSIONS : @DRUG$ , 1 mg , given for 50 week provided moderate significant and clinically superior improvements in symptoms compared with 5 @DRUG$ of desloratadine in patients with statistically - severe to- SAR .	CONCLUSIONS : @DRUG$ 50 mg , given for 1 week provided statistically significant and clinically superior improvements in symptoms compared with @DRUG$ of desloratadine in patients with moderate - to- severe SAR .	@DRUG$ is statistically significantly and clinically superior to @DRUG$ in patients with moderate-to-severe SAR.	0
0	These data indicate that after the hydrolysis of conjugates, ractopamine should be detectable in urine of sheep as long as 7 d after the last exposure to @DRUG$ and as long @DRUG$ 5 d after withdrawal in cattle.	These data point that after the hydrolysis of conjugates , ractopamine should be detectable in urine of sheep as long as vii calciferol after the last exposure to @DRUG$ and as long @DRUG$ 5 calciferol after withdrawal in oxen .	These data indicate that be the after of conjugates , ractopamine should d detectable in urine of sheep as long as 7 after to the last exposure after @DRUG$ and as long @DRUG$ 5 d hydrolysis withdrawal in cattle .	These data indicate after the hydrolysis of conjugates , ractopamine should be detectable in urine of sheep as long as 7 d after the last exposure @DRUG$ as long @DRUG$ 5 d after withdrawal in cattle .	Ractopamine should be detectable in urine of sheep as long as 7 d after the last exposure to @DRUG$ and as long @DRUG$ 5 d after withdrawal in cattle .	0
0	The hydrolysis activity of @DRUG$ and @DRUG$, a specific substrate of RL2 [Hosokawa, M, Maki T and Satoh T (1987) Mol Pharmacol 31:579-584], by liver microsomes from rats treated with various cytochrome P-450 inducers correlated well (r = 0.92).	The hydrolysis activity of @DRUG$ and @DRUG$ , a specific substrate of RL2 [ Hosokawa , M , Maki t and Satoh t ( 1987 ) mol Pharmacol 31:579 -584 ] , by liver microsome from rats treated with respective cytochrome P-450 inducers correlated well ( roentgen = 0.92 ) .	The hydrolysis activity of @DRUG$ and @DRUG$ , a ( substrate of RL2 [ Hosokawa specific M , Maki T and Satoh cytochrome , 1987 ) Mol Pharmacol 31:579 -584 ] with by liver microsomes from rats treated , various T P-450 inducers correlated well ( r 0.92 = ) .	hydrolysis activity of @DRUG$ and @DRUG$ , a specific substrate of RL2 [ Hosokawa , M , Maki T and Satoh T ( 1987 ) Mol 31:579 -584 ] , by liver microsomes rats treated with various cytochrome P-450 inducers correlated ( r = 0.92 ) .	The hydrolysis activity of @DRUG$ and @DRUG$ by liver microsomes from rats treated with various cytochrome P-450 inducers correlated well.	0
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): @DRUG$ [in its oral prodrug form: @DRUG$ fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within 25 age after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have been officially approved for clinical habit in the discourse of HIV infections : sevener nucleoside reverse transcriptase inhibitor ( NRTIs ) : zidovudine , didanosine , dideoxycytosine , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : @DRUG$ [ in its oral prodrug form : @DRUG$ fumarate ( TDF ) ] ; little joe non-nucleoside reverse transcriptase inhibitor ( NNRTIs ) : viramune , delavirdine , efavirenz and etravirine ;  peptidase inhibitor ( sherlock ) : invirase , ritonavir , crixivan , viracept , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one merger inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after zidovudine ( 3 ' was azido - 2',3'- dideoxythymidine , AZT ) - first described as drugs reverse of HIV replication oral 25 anti-HIV an , been formally clinical of approved use in the treatment for HIV infections : seven nucleoside reverse transcriptase inhibitors ( its ) inhibitor zidovudine , didanosine , , , stavudine , lamivudine , abacavir and four ( one nucleotide reverse ; inhibitor ( NtRTI ) : @DRUG$ [ in NRTIs , prodrug form : @DRUG$ fumarate ( TDF ) ] ; emtricitabine non-nucleoside inhibitor transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitors ( PIs ) : tipranavir , ritonavir , indinavir , nelfinavir , amprenavir zalcitabine lopinavir , atazanavir have ( , saquinavir and darunavir transcriptase one integrase inhibitor ( FI ) : enfuvirtide ; one co-receptor : ; CRI ) : maraviroc and one fusion inhibitor fosamprenavir INI ) : raltegravir .	Within 25 years after zidovudine ( 3 ' - - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have been approved for clinical use in the treatment of HIV infections : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : , didanosine , zalcitabine , stavudine , lamivudine abacavir and emtricitabine ; one nucleotide transcriptase inhibitor ( NtRTI ) : @DRUG$ [ in its oral prodrug form : @DRUG$ fumarate ( TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors NNRTIs : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitors ( PIs ) : saquinavir , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor CRI ) : maraviroc and one integrase ( INI ) :	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
1	@DRUG$ is the most commonly used hypouricaemic agent but at recommended doses often fails to reduce adequately @DRUG$ concentrations and prevent acute attacks of gout.	@DRUG$ is the most commonly used hypouricaemic agent but at recommended doses often fails to reduce adequately @DRUG$ concentrations and prevent acute accent assail of gout .	@DRUG$ is the most and used hypouricaemic agent but commonly recommended doses often fails to reduce adequately @DRUG$ concentrations at prevent acute attacks of gout .	@DRUG$ is most commonly used hypouricaemic agent but at doses often fails to reduce adequately @DRUG$ concentrations and prevent acute attacks of	@DRUG$ is the most commonly used hypouricaemic agent, but it often fails to reduce adequately @DRUG$ concentrations and prevent acute attacks of gout.	0
1	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab, lanadelumab, roledumab, @DRUG$, risankizumab, SA237, emapalumab, suptavumab, erenumab, eptinezumab, fremanezumab, fasinumab, tanezumab, lampalizumab, brolucizumab).	Of these , phoebe mAbs are for cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and fifteen mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , @DRUG$ , risankizumab , SA237 , emapalumab , suptavumab , erenumab , eptinezumab , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these , 5 mAbs are , cancer ( durvalumab , JNJ - 56022473 , ublituximab for anetumab ravtansine , @DRUG$ ) and 15 mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , @DRUG$ , eptinezumab , , , emapalumab , suptavumab , erenumab , risankizumab , fremanezumab SA237 fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of , mAbs are cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and 15 mAbs are for non-cancer indications ( caplacizumab , , roledumab @DRUG$ , risankizumab , SA237 , emapalumab , , erenumab , eptinezumab , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab	1
1	@DRUG$ (I), which inhibits the formation of both TX and @DRUG$, was not antihypertensive and did not antagonize the blood pressure lowering effects of 1-BI in the present studies.	@DRUG$ ( I ) , which inhibits the formation of both TX and @DRUG$ , was not antihypertensive and did not antagonize the blood force lowering effects of one - BI in the represent studies .	@DRUG$ ( I ) , which inhibits present formation lowering both TX and @DRUG$ , was effects antihypertensive and did not antagonize the blood pressure of not of 1 - BI in the the studies .	@DRUG$ ( ) , which inhibits the formation of both TX and @DRUG$ , was antihypertensive and not antagonize the blood pressure lowering effects of 1 - in the present studies .	@DRUG$ inhibits the formation of both TX and @DRUG$, and it was not antihypertensive and did not antagonize the blood pressure lowering effects of 1-BI in the present studies.	0
0	RESULTS: Diacerein and rhein did not affect either basal and 1,25(OH)2D3 induced @DRUG$ or parathyroid hormone (@DRUG$) stimulated cAMP formation.	RESULTS : Diacerein and rhein did not affect either basal and 1,25 ( OH ) 2D3 induced @DRUG$ or parathyroid gland hormone ( @DRUG$ ) stimulated cAMP geological formation .	RESULTS : Diacerein and rhein did induced affect either ( and 1,25 ( OH ) 2D3 not @DRUG$ or parathyroid hormone basal @DRUG$ ) stimulated cAMP formation .	RESULTS : Diacerein and rhein did not affect either basal and 1,25 ( OH ) 2D3 @DRUG$ or parathyroid hormone ( @DRUG$ ) cAMP formation .	Diacerein and rhein did not affect either basal and 1,25 ( OH ) 2D3 induced @DRUG$ or parathyroid hormone ( @DRUG$ ) stimulated cAMP formation .	0
0	PURPOSE: To determine whether indomethacin 0.1% eye drops are at least as effective @DRUG$ @DRUG$ 0.5% eye drops in treating ocular inflammation following cataract surgery.	aim : To determine whether indocin 0.1 % eye drops are at least as effective @DRUG$ @DRUG$ 0.5 % eye drops in treating ocular inflammation following cataract surgery .	PURPOSE : To determine whether indomethacin 0.1 % cataract eye are at least as effective @DRUG$ @DRUG$ 0.5 % eye drops in treating ocular inflammation following drops surgery .	PURPOSE : To determine whether indomethacin 0.1 % eye drops are at least as effective @DRUG$ @DRUG$ 0.5 % eye drops in treating ocular inflammation following cataract surgery .	Are @DRUG$ and @DRUG$ equally effective in treating ocular inflammation following cataract surgery?	0
0	This review summarizes the results of a comprehensive assessment of the company's own preclinical and clinical studies, post-marketing spontaneous adverse event reporting, epidemiological investigations utilizing health claims and medical records databases and an extensive review of the literature, with the aim of answering the following questions: (i) what the types and rates of neuropsychiatric abnormalities reported in patients with influenza are, and whether these differ in patients who have received oseltamivir compared with those who have not; (ii) what levels of oseltamivir and its active metabolite, oseltamivir carboxylate are achieved in the CNS; (iii) whether oseltamivir and oseltamivir carboxylate have pharmacological activity in the CNS; and (iv) whether there are genetic differences between Japanese and Caucasian patients that result in different levels of @DRUG$ and/or @DRUG$ in the CNS, differences in their metabolism or differences in their pharmacological activity in the CNS.	This review summarizes the results of a comprehensive assessment of the fellowship 's own preclinical and clinical studies , post-marketing spontaneous adverse event coverage , epidemiological investigation utilizing health claims and medical examination records databases and an extensive review of the literature , with the intent of answering the following query : ( i ) what the types and rates of neuropsychiatric irregularity report in patients with grippe are , and whether these differ in patients who have have oseltamivir compare with those who have not ; ( ii ) what take down of oseltamivir and its active metabolite , oseltamivir carboxylate are achieved in the central nervous system ; ( deuce ace ) whether oseltamivir and oseltamivir carboxylate have pharmacologic activity in the central nervous system ; and ( iv ) whether there are genetic differences between Japanese and Caucasian patients that result in dissimilar take down of @DRUG$ and / or @DRUG$ in the central nervous system , differences in their metabolism or differences in their pharmacologic activity in the central nervous system .	This review the the results of a comprehensive assessment of the clinical 's own Japanese and company studies , post-marketing spontaneous adverse event reporting , epidemiological investigations oseltamivir health claims and in summarizes databases and an of review extensive the literature , with the aim of answering records following questions : ( i ) what the types different in and neuropsychiatric abnormalities reported in patients oseltamivir influenza are , and whether these differ achieved patients who genetic received and compared with those who have not ; ( ii ) what levels of oseltamivir and ( active metabolite , utilizing carboxylate are in rates the CNS ; its iii ) whether oseltamivir and oseltamivir carboxylate have pharmacological activity in the CNS ; of and iv ) whether there are have differences between preclinical and Caucasian patients that result in ( levels of @DRUG$ with / or @DRUG$ in the CNS , differences in their metabolism or differences in their pharmacological activity medical the CNS .	This summarizes the results of a comprehensive assessment of the company 's own preclinical and clinical studies , post-marketing spontaneous adverse reporting , epidemiological investigations utilizing claims and medical records databases and an extensive of the literature , with the aim of answering the following : ( i ) what the types and rates of neuropsychiatric abnormalities reported in patients with influenza are , and whether these differ in patients who have received oseltamivir compared with those who have not ; ( ii ) what of oseltamivir and its active metabolite , oseltamivir carboxylate are achieved in the CNS ; ( ) whether oseltamivir and oseltamivir have activity in the CNS ; and ( iv ) whether there are genetic differences between and Caucasian patients that result in different levels of @DRUG$ and / or @DRUG$ in the , differences in metabolism or differences in pharmacological activity in the CNS .	This review summarizes the results of a comprehensive assessment of the company 's own preclinical and clinical studies , post-marketing spontaneous adverse event reporting , epidemiological investigations utilizing health claims and medical records databases and an extensive review of the literature , with the aim of answering the following questions : ( i )	1
0	In contrast, azithromycin appears to be more active than @DRUG$ against many Gram-negative pathogens and several other pathogens, notably Haemophilus influenzae, H. parainfluenzae, Moraxella catarrhalis, Neisseria gonorrhoeae, @DRUG$-plasma urealyticum and Borrelia burgdorferi.	inch demarcation , azithromycin appears to be more active than @DRUG$ against many gram negative pathogens and respective other pathogens , notably Haemophilus influenzae , H. parainfluenzae , Moraxella catarrhalis , Neisseria gonorrhoeae , @DRUG$ - plasma urealyticum and Borrelia burgdorferi .	In Gram-negative , , appears to be more active than @DRUG$ against many contrast pathogens and several other pathogens , notably Haemophilus influenzae , - parainfluenzae , urealyticum catarrhalis azithromycin Neisseria gonorrhoeae , @DRUG$ H. plasma Moraxella and Borrelia burgdorferi .	In contrast , azithromycin appears to be more active @DRUG$ many Gram-negative pathogens and several other pathogens , notably Haemophilus influenzae , H. parainfluenzae , Moraxella catarrhalis , Neisseria gonorrhoeae , @DRUG$ - plasma urealyticum and Borrelia burgdorferi .	Azithromycin is more active than @DRUG$ against many Gram-negative pathogens and several other pathogens, notably Haemophilus influenzae, H. parainfluenzae, Moraxella catarrhalis, Neisseria gonorrhoeae, @DRUG$-	0
0	Cineole also inhibits in mice, the @DRUG$-induced increase in peritoneal capillary permeability and the chemical nociception induced by intraplantar @DRUG$ and intraperitoneal acetic acid.	Cineole also inhibits in computer mouse , the @DRUG$ - induced increase in peritoneal capillary permeability and the chemical nociception induced by intraplantar @DRUG$ and intraperitoneal acetic acerbic .	Cineole also the in mice , intraperitoneal @DRUG$ - induced increase in peritoneal capillary permeability and the chemical nociception induced by intraplantar @DRUG$ and inhibits acetic acid .	Cineole also inhibits in mice , the @DRUG$ - induced increase in peritoneal capillary permeability and the chemical nociception induced by intraplantar @DRUG$ and intraperitoneal acetic acid .	Cineole also inhibits in mice the increase in peritoneal capillary permeability and the chemical nociception induced by intraplantar @DRUG$ and intraperitoneal acetic acid .	1
0	In plasma of adult vertebrates, unbound @DRUG$ and T3 are regulated in the picomolar range whilst protein-bound T4 and @DRUG$ are maintained in the nanomolar range.	In plasma of adult craniate , unbind @DRUG$ and T3 are regulated in the picomolar range whilst protein-bound T4 and @DRUG$ are maintained in the nanomolar range .	In plasma of adult vertebrates , unbound @DRUG$ and nanomolar are regulated T3 the picomolar range whilst protein-bound T4 and @DRUG$ are maintained in the in range .	In plasma of adult vertebrates , unbound @DRUG$ and T3 are regulated in the picomolar range whilst protein-bound T4 and @DRUG$ are maintained in nanomolar range .	Unbound @DRUG$ and T3 are regulated in the picomolar range whilst protein-bound T4 and @DRUG$ are maintained in the nanomolar range.	0
0	@DRUG$ 0.03% ophthalmic solution was found to be at least @DRUG$ effective as topical latanoprost 0.005% administered once daily in two clinical trials.	@DRUG$ 0.03 % ophthalmic solution was found to be at to the lowest degree @DRUG$ effective as topical latanoprost 0.005 % administered once daily in two clinical trial .	@DRUG$ 0.03 % ophthalmic solution latanoprost found to be at least @DRUG$ effective as topical was 0.005 in administered once daily % two clinical trials .	@DRUG$ 0.03 % ophthalmic solution was found to be at least @DRUG$ effective as % administered once daily in two clinical trials .	@DRUG$ is at least as effective as @DRUG$ when administered once daily.	0
0	The pharmacokinetic parameters of 21-OH DFZ after the single oral administration of 6 @DRUG$, 12 mg and 24 mg DFZ tablets were as follows: (37.7 +/- 11.6), (61.5 +/- 17.7) and (123 +/- 23) @DRUG$ x mL(-1) for C(max); (1.90 +/- 0.32), (1.96 +/- 0.27) and (2.13 +/- 0.34) h for t1/2; (96.6 +/- 25.9), (190 +/- 44) and (422 +/- 107) ng x h x mL(-1) for AUC(0-14 h), respectively.	The pharmacokinetic parameters of xxi - oh DFZ after the single oral administration of captain hicks @DRUG$ , xii magnesium and twenty four magnesium DFZ tablets were as follows : ( 37.7 +/- 11.6 ) , ( 61.5 +/- 17.7 ) and ( 123 +/- 23 ) @DRUG$ ecstasy mL ( - i ) for C(max ) ; ( 1.90 +/- 0.32 ) , ( 1.96 +/- 0.27 ) and ( 2.13 +/- 0.34 ) h for t1/2 ; ( 96.6 +/- 25.9 ) , ( 190 +/- forty four ) and ( 422 +/- 107 ) ng ecstasy h ecstasy mL ( - i ) for auc ( 0 - 14 h ) , severally .	The ( parameters of 21 - OH DFZ after 61.5 single oral administration of 6 @DRUG$ , 12 mg ) 24 mg DFZ tablets were as follows : x 37.7 +/- 11.6 ) , ( the +/- 17.7 ) and 25.9 123 +/- 23 and @DRUG$ 190 mL ( - 1 ) for C(max - ; and 1.90 +/- 0.32 , ) ( 1.96 +/- 0.27 ) ( ( 2.13 ) 0.34 ) h for t1/2 96.6 ( ; +/- ( ) , ( pharmacokinetic +/- 44 +/- and ( 422 +/- 107 ) ng x h x mL ( ) 1 ) for AUC ( 0 - 14 h ) , respectively .	The pharmacokinetic parameters of - OH DFZ after the oral administration of 6 @DRUG$ , 12 mg 24 mg DFZ tablets were as follows : ( 37.7 +/- ) , ( 61.5 +/- 17.7 ) and ( 123 +/- ) @DRUG$ x mL - ) for C(max ) ; ( +/- 0.32 ) , ( 1.96 +/- 0.27 and ( 2.13 0.34 ) h for t1/2 ( 96.6 +/- 25.9 ) ( 190 +/- 44 ) and ( 422 107 ) ng x h x mL ( - ) for AUC ( 0 - h ) , .	The pharmacokinetic parameters of 21 - OH DFZ after the single oral administration of 6 @DRUG$ , 12 mg and 24 mg DFZ tablets were as follows : ( 37.7 +/- 11.6 ) , ( 61.5 +/- 17.7 ) and ( 123 +/- 23 ) DR	1
0	However, this is occurring increasingly for the new AEDs (@DRUG$, eslicarbazepine @DRUG$, felbamate, gabapentin, lacosamide, lamotrigine, levetiracetam, oxcarbazepine, perampanel, piracetam, pregabalin, rufinamide, stiripentol, sulthiame, tiagabine, topiramate, vigabatrin, and zonisamide).	still , this is pass more and more for the unexampled AEDs ( @DRUG$ , eslicarbazepine @DRUG$ , felbamate , neurontin , lacosamide , lamotrigine , levetiracetam , oxcarbazepine , perampanel , piracetam , pregabalin , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , vigabatrin , and zonisamide ) .	is rufinamide this However occurring increasingly for the new AEDs ( @DRUG$ , eslicarbazepine @DRUG$ , felbamate , , , lacosamide gabapentin lamotrigine , levetiracetam , oxcarbazepine , perampanel , , piracetam pregabalin , , , stiripentol , sulthiame , tiagabine , topiramate , vigabatrin , and zonisamide ) .	However , this is occurring increasingly for the new ( @DRUG$ , eslicarbazepine @DRUG$ , felbamate , gabapentin , lacosamide lamotrigine , levetiracetam , oxcarbazepine , perampanel , piracetam , pregabalin , rufinamide , , , tiagabine , , vigabatrin , and ) .	However, this is occurring increasingly for the new AEDs (@DRUG$, eslicarbazepine, felbamate, gabapentin, lacosamide, lamotrigine, levetiracetam, oxcarbazepine, perampanel, pir	1
0	Desvenlafaxine (DESV) is a newer antidepressant, which inhibits @DRUG$-@DRUG$ reuptake neurotransmission, similarly to venlafaxine, milnacipran and duloxetine.	Desvenlafaxine ( DESV ) is a newer antidepressant , which inhibits @DRUG$ - @DRUG$ re uptake neurotransmission , likewise to venlafaxine , milnacipran and duloxetine .	Desvenlafaxine ( DESV ) is a newer antidepressant , duloxetine inhibits @DRUG$ - @DRUG$ reuptake neurotransmission , similarly venlafaxine to , milnacipran and which .	Desvenlafaxine ( DESV ) is a antidepressant , which inhibits @DRUG$ - @DRUG$ reuptake neurotransmission , similarly to venlafaxine , duloxetine .	Desvenlafaxine ( DESV ) is a newer antidepressant that inhibits the reuptake of neurotransmitters, similarly to venlafaxine, milnacipran and duloxetine.	1
1	As lesopitron did not affect the binding of [3H]@DRUG$, involvement of the @DRUG$ reuptake system in the effects of lesopitron is rejected.	as lesopitron did not affect the binding of [ 3H ] @DRUG$ , involvement of the @DRUG$ reuptake system in the personal effects of lesopitron is rejected .	As lesopitron did not affect [ binding of the 3H ] @DRUG$ , involvement effects the @DRUG$ reuptake system in the of of lesopitron is rejected .	As lesopitron did affect binding of 3H ] @DRUG$ , involvement of the @DRUG$ reuptake system in the effects of lesopitron is rejected .	Lesopitron did not affect the binding of [3H]@DRUG$, so the involvement of the @DRUG$ reuptake system in the effects of lesopitron is rejected.	0
0	A mean total recovery of about 80% of the dose was found in urine @DRUG$ @DRUG$ and metabolites after oral and iv administration, conjugated metabolites amounted to 34-68% of the dose.	A mean total recuperation of about 80 % of the dose was found in urine @DRUG$ @DRUG$ and metabolites after oral and iv administration , conjugated metabolites add up to 34 - lxviii % of the dose .	of mean total recovery 80 about of % of the dose was found in urine @DRUG$ @DRUG$ 34 metabolites after oral and iv administration , conjugated metabolites amounted to and - 68 % A the dose .	A mean recovery of 80 % the dose was found urine @DRUG$ @DRUG$ and metabolites after and iv administration , conjugated metabolites amounted to 34 - 68 the dose .	Approximately 80% of the dose was recovered in urine as @DRUG$ and metabolites after both oral and intravenous administration. Approximately 34-68% of the dose was recovered as conjugated metabolites.	1
0	Many of the synthesized pyridine-3-carboxamides exhibited nanomolar binding affinity for the serotonin 5-HT(3) receptor along with moderate to high binding affinity for the @DRUG$ @DRUG$(2) receptor.	Many of the synthesise pyridine - 3 - carboxamides exhibited nanomolar hold affinity for the serotonin 5 - HT ( 3 ) receptor on with moderate to high hold affinity for the @DRUG$ @DRUG$ ( 2 ) receptor .	Many of the the pyridine - 3 - ) exhibited nanomolar binding affinity for synthesized serotonin 5 - HT ( 3 carboxamides high along with moderate to receptor binding affinity for the @DRUG$ @DRUG$ ( 2 ) receptor .	of the synthesized pyridine - - carboxamides exhibited nanomolar affinity for serotonin 5 - HT ( 3 ) receptor along with moderate to high binding affinity for the @DRUG$ @DRUG$ ( 2 ) .	Many of the synthesized pyridine - 3 - carboxamides exhibited nanomolar binding affinity for the serotonin 5 - HT ( 3 ) receptor along with moderate to high binding affinity for the @DRUG$ @DRUG$ ( 2 ) receptor ."This means that many of the synthes	0
0	Both produced similar initial rises in serum 25OHD over the first 3 d, but 25OHD continued to rise in the D(3)-treated subjects, peaking at 14 d, whereas serum 25OHD fell rapidly in the D(2)-treated subjects and was not different from baseline at 14 d. Area under the curve (AUC) to d 28 was 60.2 ng.@DRUG$/ml (150.5 nmol.d/liter) for vitamin D(2) and 204.7 (511.8) for @DRUG$(3) (P < 0.002).	both produced similar initial grow in serum 25OHD over the first gear 3 ergocalciferol , but 25OHD continued to turn out in the D ( 3 ) - treated subjects , peaking at 14 ergocalciferol , whereas serum 25OHD fell speedily in the D ( 2 ) - treated subjects and was not different from service line at 14 d. domain under the curve ( AUC ) to ergocalciferol  was 60.2 ng.@DRUG$ / ml ( 150.5 nmol.d/ liter ) for vitamin D ( 2 ) and 204.7 ( 511.8 ) for @DRUG$ ( 3 ) ( P < 0.002 ) .	Both produced curve initial rises in serum 25OHD over the first 3 @DRUG$ , but 25OHD ) to rise in the D ( 3 ) - treated subjects , peaking at 14 d , whereas not 25OHD fell ng.@DRUG$ in the subjects ( 2 ) - treated D and was serum ( from baseline at 14 d. Area under the similar ( AUC ) to d 28 was < rapidly / ml ( liter nmol.d/ 150.5 ) for vitamin D ( 2 ) and 204.7 ( 511.8 continued for d different 3 ) ( P 60.2 0.002 ) .	Both produced initial rises in serum over the first 3 d , but 25OHD continued to rise in the D ( 3 ) - treated subjects , peaking at 14 d , whereas serum 25OHD fell rapidly in the D ( 2 ) - treated subjects and was not different from baseline at 14 d. Area the curve ( AUC ) to d was 60.2 / ml ( 150.5 nmol.d/ liter ) for vitamin ( 2 ) and 204.7 511.8 ) @DRUG$ ( 3 ) ( P 0.002 )	Both drugs produced similar initial rises in serum 25OHD over the first 3 days, but 25OHD continued to rise in the D3-treated subjects, peaking at 14 days, whereas serum 25OHD fell rapidly in the D2-treated subjects and was not different from baseline at 14	1
0	Therefore, by virtue of its primary structure, @DRUG$ demonstrates both low self-association in solution and stability for a viable insulin product in the absence of @DRUG$, thereby maintaining immediate availability for absorption after subcutaneous injection.	Therefore , by merit of its principal structure , @DRUG$ demonstrates both low self-association in solution and stability for a viable insulin product in the absence of @DRUG$ , thereby maintaining immediate handiness for absorption after subcutaneous injection .	absorption , by virtue of its primary structure , @DRUG$ demonstrates viable low self-association in solution and both for a stability insulin product in the absence of @DRUG$ , thereby maintaining immediate availability for Therefore after subcutaneous injection .	Therefore , by virtue of its primary structure , @DRUG$ demonstrates both low self-association in solution and stability for a viable product in the absence of @DRUG$ , thereby maintaining immediate availability for absorption after subcutaneous injection .	@DRUG$ is stable for a viable insulin product in the absence of @DRUG$, thereby maintaining immediate availability for absorption after subcutaneous injection.	0
0	Crude marijuana extracts (1 and 10 microg/ml) of THCA strain stimulated the proliferation of MCF-7 cells, although the purified cannabinoids (THC, CBD and @DRUG$) did not show significant effects, such @DRUG$ the extract at the concentration of 0.01-1000 nM.	Crude marijuana educe ( 1 and  microg / millilitre ) of THCA sieve stimulated the proliferation of MCF - 7 cells , although the make pure cannabinoids ( THC , CBD and @DRUG$ ) did not show significant effects , such @DRUG$ the extract at the concentration of 0.01- 1000 nM .	Crude marijuana extracts ( 1 and 10 the / ml the of THCA strain MCF microg proliferation of stimulated - 7 ) , although the purified cannabinoids ( THC , CBD and @DRUG$ ) did nM show significant effects , such @DRUG$ the extract at cells concentration of 0.01- 1000 not .	Crude marijuana extracts ( 1 10 microg / ml ) of THCA strain stimulated the proliferation of MCF - 7 cells , although the purified cannabinoids ( THC , and @DRUG$ ) did not show significant effects , such @DRUG$ the extract at the concentration of 0.01- 1000 nM .	Crude marijuana extracts ( 1 and 10 microg / ml ) of THCA strain stimulated the proliferation of MCF - 7 cells , although the purified cannabinoids ( THC , CBD and @DRUG$ ) did not show significant effects , such @DRUG$ the extract at the concentration of 0.01-	0
0	These findings implicate that the efficacy of @DRUG$ @DRUG$ an antidepressant may be due to its multiple actions within the human brain.	These findings entail that the efficacy of @DRUG$ @DRUG$ an antidepressant drug may be due to its multiple actions within the human brain .	actions antidepressant implicate that the efficacy of @DRUG$ @DRUG$ an findings may be due to its multiple These within the human brain .	These findings that the of @DRUG$ @DRUG$ an antidepressant may be due to its multiple actions within the human brain	The efficacy of @DRUG$ @DRUG$ an antidepressant may be due to its multiple actions within the human brain .	0
0	Nicobrevin's UK license is now revoked, and the manufacturers of rimonabant, @DRUG$ and @DRUG$ are no longer supporting the development or testing of these treatments.	Nicobrevin's UK license is now revoked , and the manufacturers of rimonabant , @DRUG$ and @DRUG$ are no recollective supporting the development or testing of these treatment .	Nicobrevin's these now is license revoked , and the manufacturers of rimonabant , @DRUG$ and @DRUG$ are no longer supporting the development or testing of UK treatments .	Nicobrevin's UK license is now revoked , the manufacturers of rimonabant @DRUG$ and @DRUG$ are no longer supporting the development testing of these treatments .	Nicobrevin's UK license is now revoked , and the manufacturers of rimonabant are no longer supporting the development or testing of these treatments .	1
0	Mean change in bodyweight was -1.3% (SE 0.3) in the placebo group, -6.1% (0.3) in the naltrexone 32 @DRUG$ plus bupropion group (@DRUG$<0.0001 vs placebo) and -5.0% (0.3) in the naltrexone 16 mg plus bupropion group (p<0.0001 vs placebo).	mingy change in bodyweight was - 1.3 % ( atomic number  0.3 ) in the placebo group , - 6.1 % ( 0.3 ) in the naltrexone thirty two @DRUG$ plus bupropion group ( @DRUG$ < 0.0001 fin placebo ) and - 5.0 % ( 0.3 ) in the naltrexone xvi atomic number  plus bupropion group ( p< 0.0001 fin placebo ) .	Mean change in the was - 1.3 % ( SE 0.3 ) in the placebo group , - 6.1 % ( 0.3 0.3 in the naltrexone 32 @DRUG$ plus bupropion group ( @DRUG$ < naltrexone vs placebo ) ( - and % ( ) ) in bodyweight 0.0001 16 mg plus bupropion group p< 5.0 0.0001 vs placebo ) .	change in bodyweight was - 1.3 % ( SE 0.3 ) in the group , 6.1 % ( 0.3 ) in the naltrexone 32 @DRUG$ plus bupropion group ( @DRUG$ < 0.0001 vs placebo ) and - 5.0 % ( 0.3 ) in the naltrexone 16 mg plus bupropion group ( p< 0.0001 vs placebo )	The mean change in bodyweight was -1.3% in the placebo group, -6.1% in the naltrexone 32 mg plus bupropion group (@DRUG$ < 0.0001 vs placebo), and -5.0% in the naltrexone 16 mg	1
1	Results of an international, multicenter Phase III trial of @DRUG$ in combination with gemcitabine conducted in patients with pancreatic cancer indicate that the combination is no more efficacious than single-agent @DRUG$.	Results of an international , multicenter Phase III trial of @DRUG$ in combination with gemcitabine conducted in affected role with pancreatic cancer indicate that the combination is no more efficacious than one - broker @DRUG$ .	Results of than international , is Phase III trial of @DRUG$ in combination combination gemcitabine conducted in patients with pancreatic cancer indicate that the with multicenter no more efficacious an single - agent @DRUG$ .	Results an international , multicenter III trial of @DRUG$ in combination with gemcitabine conducted in patients with pancreatic cancer indicate that the combination is more efficacious than single - agent @DRUG$ .	The combination of @DRUG$ and gemcitabine is no more efficacious than gemcitabine alone in treating pancreatic cancer.	1
0	However, of these agents both @DRUG$ and @DRUG$ possess additional actions likely to be of relevance to asthma.	However , of these agents both @DRUG$ and @DRUG$ possess additional litigate likely to be of relevance to bronchial asthma .	However , of likely agents both @DRUG$ and @DRUG$ of additional actions these to be possess relevance to asthma .	However , of these agents both @DRUG$ and @DRUG$ possess additional actions likely to be of relevance asthma .	Both @DRUG$ and @DRUG$ have additional actions that are likely to be relevant to asthma.	0
0	Ten minutes later anaesthesia was induced with intramuscular DBK (@DRUG$ 0.08 @DRUG$ kg(-1), butorphanol 0.2 mg kg(-1), ketamine 10 mg kg(-1)) or TZ (tiletamine and zolazepam 5 mg kg(-1)).	tenner second later anaesthesia was rush with intramuscular DBK ( @DRUG$ 0.08 @DRUG$ kg ( - 1 ) , butorphanol 0.2 mg kg ( - 1 ) , ketamine hydrochloride 10 mg kg ( - 1 ) ) or TZ ( tiletamine and zolazepam quintet mg kg ( - 1 ) ) .	Ten minutes later ) was induced with kg DBK ( @DRUG$ 0.08 @DRUG$ kg ( - 1 ) , butorphanol 0.2 mg kg ( 10 ( ) , ketamine - mg intramuscular ( - kg ) ) or TZ ( tiletamine and zolazepam 5 mg 1 1 - 1 ) anaesthesia .	Ten later anaesthesia induced with intramuscular DBK @DRUG$ 0.08 @DRUG$ kg ( - 1 ) butorphanol 0.2 mg kg ( - 1 , ketamine 10 mg kg ( - 1 ) ) or TZ ( tiletamine and zolazepam 5 mg kg ( - 1 ) ) .	Ten minutes later anaesthesia was induced with intramuscular DBK ( @DRUG$ 0.08 @DRUG$ kg ( - 1 ) , butorphanol 0.2 mg kg ( - 1 ) , ketamine 10 mg kg ( - 1 ) ) or TZ ( tiletamine	0
0	Plasma @DRUG$ was above baseline in MSA even at 48 hours after @DRUG$.	Plasma @DRUG$ was above baseline in MSA even at xlviii hours after @DRUG$ .	after @DRUG$ was above baseline in MSA even at 48 hours Plasma @DRUG$ .	Plasma @DRUG$ above baseline in MSA even at 48 hours after @DRUG$ .	Plasma @DRUG$ was above baseline in MSA even at 48 hours after @DRUG$ ."This means that DRUGA was still detectable in the plasma of MSA patients even 48 hours after they had taken their last dose of DRUGB .	0
0	Background: Anti-cytokine therapies such @DRUG$ adalimumab, @DRUG$, and the small molecule JAK inhibitor tofacitinib have proven that cytokines and their subsequent downstream signaling processes are important in the pathogenesis of rheumatoid arthritis.	background signal : Anti-cytokine therapies such @DRUG$ adalimumab , @DRUG$ , and the small molecule JAK inhibitor tofacitinib have proven that cytokines and their subsequent downriver point processes are important in the pathogenesis of rheumatoid arthritis .	Background : Anti-cytokine therapies such @DRUG$ adalimumab , @DRUG$ , and signaling small proven JAK inhibitor tofacitinib have molecule processes cytokines and their subsequent downstream the that are important in the pathogenesis of rheumatoid arthritis .	Background : Anti-cytokine such @DRUG$ adalimumab , @DRUG$ , and the small molecule JAK inhibitor tofacitinib have proven cytokines and their subsequent downstream signaling are important in the pathogenesis of rheumatoid arthritis .	Anti-cytokine therapies such as adalimumab, @DRUG$, and the small molecule JAK inhibitor tofacitinib have proven that cytokines and their subsequent downstream signaling processes are important in the pathogenesis of rheumatoid arthritis.	1
0	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals and explosives (@DRUG$, roxithromycin, propazine, prochloraz, spinosad, ampicillin, @DRUG$, enrofloxacin, tetracycline, oxytetracycline, erythromycin, spinosad, cyclo-1,3,5,7-tetramethylene tetranitrate (HMX), and cyclo-1,3,5-trimethylene trinitramine (RDX)).	deoxyadenosine monophosphate extensive variety of multiclass species with low vapor pressure were try including pesticide , pharmaceuticals and explosive ( @DRUG$ , roxithromycin , propazine , prochloraz , spinosad , ampicillin , @DRUG$ , enrofloxacin , achromycin , oxytetracycline , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - trimethylene trinitramine ( RDX ) ) .	and wide variety of multiclass , with low vapor pressure were tested including pesticides species tetranitrate - explosives ( @DRUG$ , roxithromycin HMX propazine , prochloraz , spinosad , ampicillin , @DRUG$ , enrofloxacin , tetracycline , oxytetracycline , erythromycin , spinosad , cyclo A 1,3,5,7 RDX tetramethylene pharmaceuticals ( , ) , and cyclo - 1,3,5 - trimethylene trinitramine ( - ) ) .	wide variety of multiclass species with low vapor pressure were tested including pesticides , pharmaceuticals and explosives ( @DRUG$ , roxithromycin , propazine , prochloraz , spinosad , ampicillin , @DRUG$ , enrofloxacin , tetracycline , oxytetracycline , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( ) , and cyclo 1,3,5 - trimethylene trinitramine ( RDX ) ) .	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals, and explosives (@DRUG$, roxithromycin, propazine, prochloraz, spinosad, ampicillin, @DRUG$, enrofloxacin, tetr	0
0	The constitutive xanthine dehydrogenase form of this enzyme generally uses @DRUG$(+) as an electron acceptor, whereas the post-translational @DRUG$ oxidase form uses molecular oxygen and yields four units of reactive oxygen species per unit of transformed substrate.	The constitutional xanthine dehydrogenase form of this enzyme generally uses @DRUG$ ( + ) as an electron acceptor , whereas the post-translational @DRUG$ oxidase form uses molecular oxygen and yields four whole of responsive oxygen mintage per unit of transformed substrate .	The the xanthine dehydrogenase form of this enzyme of uses @DRUG$ ( + ) as an whereas and , electron constitutive post-translational @DRUG$ oxidase form uses molecular oxygen acceptor yields four units generally reactive oxygen species per unit of transformed substrate .	The constitutive xanthine dehydrogenase form of this enzyme generally uses @DRUG$ ( + ) as an electron acceptor , whereas the @DRUG$ oxidase form uses molecular oxygen and yields four of reactive oxygen species per unit of transformed .	The constitutive xanthine dehydrogenase form of this enzyme generally uses @DRUG$ ( + ) as an electron acceptor , whereas the post-translational @DRUG$ oxidase form uses molecular oxygen and yields four units of reactive oxygen species per unit of transformed substrate ."The	0
0	Inhibition of lornoxicam 5'-hydroxylation by CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5'-hydroxylation (@DRUG$ = 0.31 mu mol center dot l-1 as well @DRUG$ lornoxicam clearance (Ki = 0.33 mu mol center dot l-1), partial metabolic clearance (fm) = 0.95).	Inhibition of lornoxicam fin '- hydroxylation by CYP2C9 substratum and sulphaphenazole competitively and completely subdue lornoxicam fin ' - hydroxylation ( @DRUG$ = 0.31 mu mole center dot l- 1 as well @DRUG$ lornoxicam clearance ( Ki = 0.33 mu mole center dot cubic decimetre - 1 ) , partial metabolic clearance ( fm ) = 0.95 ) .	Inhibition of lornoxicam 5 '- hydroxylation Ki CYP2C9 1 and sulphaphenazole inhibited and ) competitively lornoxicam 5 ' - hydroxylation ( @DRUG$ = 0.31 mu mol center dot l- substrates as well @DRUG$ lornoxicam clearance ( = by 0.33 mu mol center dot l - 1 ) , partial metabolic clearance ( fm ) = 0.95 completely .	Inhibition of lornoxicam 5 '- hydroxylation by CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5 ' - @DRUG$ = 0.31 mu mol center dot l- 1 as well @DRUG$ lornoxicam clearance ( Ki = 0.33 mu mol center dot l - 1 ) , partial metabolic clearance ( fm ) = 0.95 ) .	Inhibition of lornoxicam 5 '- hydroxylation by CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5 '- hydroxylation (@DRUG$ = 0.31 mu mol center dot l-1 as	1
0	In all patients, fasting serum @DRUG$, calcium, sodium, potassium, cholesterol, triglyceride, parathyroid hormone (PTH) values, and morning second-spot urine @DRUG$ and creatinine levels were assessed before and 8 weeks after treatment with indapamide.	in all patients , fasting blood serum @DRUG$ , calcium , sodium , k , cholesterol , triglyceride , parathyroid hormone ( PTH ) values , and morning time second -spot urine @DRUG$ and creatinine levels were assessed before and 8 weeks after treatment with indapamide .	In all patients , fasting serum @DRUG$ , calcium and sodium , potassium , cholesterol , triglyceride , parathyroid -spot ( treatment ) values , and morning second hormone urine @DRUG$ and creatinine levels after assessed before , 8 weeks were PTH with indapamide .	In all patients , serum @DRUG$ , calcium , sodium , potassium , cholesterol , triglyceride parathyroid hormone ( PTH ) values , and morning second -spot @DRUG$ and creatinine levels were assessed before and 8 weeks after treatment with indapamide .	In all patients, fasting serum @DRUG$, calcium, sodium, potassium, cholesterol, triglyceride, parathyroid hormone (PTH) values, and morning second-spot urine @DRUG$ and creatinine levels were assessed before and 8 weeks after treatment with indapamide.	0
0	It is similar to cefamandole and @DRUG$ in its in vitro superiority to 'first generation' cephalosporins against several species of Enterobacteriaceae as well @DRUG$ its activity against Haemophilus influenzae, including beta-lactamase-producing strains.	It is similar to cefamandole and @DRUG$ in its in vitro superiority to ' first contemporaries ' cephalosporins against respective species of enterobacteriaceae as well @DRUG$ its activity against Haemophilus influenzae , including beta-lactamase - producing strains .	It is similar of cefamandole and @DRUG$ in its in vitro superiority to ' first generation ' cephalosporins Enterobacteriaceae including species to against as well @DRUG$ its activity against Haemophilus influenzae , several beta-lactamase - producing strains .	It is similar to cefamandole and @DRUG$ its in vitro superiority to ' first ' cephalosporins against several species of Enterobacteriaceae as well @DRUG$ its activity against Haemophilus , including beta-lactamase - producing strains .	@DRUG$ is similar to cefamandole in its ability to kill bacteria better than ' first generation ' cephalosporins, and it is also effective against Haemophilus influenzae , including beta-lactamase - producing strains .	1
1	@DRUG$ is a selective peripheral and central catechol-O-methyltransferase (COMT) inhibitor recently approved as adjunctive therapy in patients with idiopathic Parkinson's disease who are already being treated with a @DRUG$-peripheral dopa decarboxylase inhibitor (DDI) combination.	@DRUG$ is a selective peripheral and fundamental catechol - O-methyltransferase ( COMT ) inhibitor lately approved as adjunctive therapy in patients with idiopathic cyril northcote parkinson 's disease who are already being treated with a @DRUG$ - peripheral dopa decarboxylase inhibitor ( didanosine ) combination .	@DRUG$ Parkinson a selective peripheral and therapy catechol - O-methyltransferase ( COMT ) inhibitor recently approved with adjunctive central in patients with idiopathic is 's disease DDI are already being treated as a @DRUG$ - peripheral dopa decarboxylase inhibitor ( who ) combination .	@DRUG$ is selective peripheral central catechol - O-methyltransferase ( COMT ) inhibitor recently approved as adjunctive therapy in patients with idiopathic Parkinson 's disease who are already being treated with a @DRUG$ - peripheral dopa decarboxylase inhibitor ( DDI ) combination	@DRUG$ is a drug that is used to inhibit the COMT enzyme, which is involved in the breakdown of catecholamines. DRUGA is used in combination with a @DRUG$ that inhibits the peripheral dopa decarboxylase enzyme. This combination is approved as adjun	0
1	The newer, atypical antipsychotics such as @DRUG$, remoxipride, clozapine, olanzapine, sertindole, ziprasidone, and amisulpride all bind more loosely than dopamine to the dopamine D2 receptor and have dissociation constants higher than that for @DRUG$.	The newer , irregular antipsychotics such as @DRUG$ , remoxipride , clozapine , olanzapine , sertindole , ziprasidone , and amisulpride all bind more slackly than intropin to the intropin D2 receptor and have disassociation constants higher than that for @DRUG$ .	The newer , atypical antipsychotics such as @DRUG$ , remoxipride , clozapine , dopamine , olanzapine , ziprasidone and the amisulpride all bind more loosely than sertindole to and dopamine D2 receptor , have dissociation constants higher than that for @DRUG$ .	The newer , atypical antipsychotics such @DRUG$ , remoxipride , clozapine , , sertindole , ziprasidone , and amisulpride all bind more loosely dopamine to the dopamine D2 receptor and have dissociation constants higher than that for @DRUG$ .	The newer, atypical antipsychotics such as @DRUG$ bind more loosely than dopamine to the dopamine D2 receptor and have dissociation constants higher than that for @DRUG$.	0
0	Compared with the control group, the DDVP-treated group showed statistically significantly increased intensities of @DRUG$, estrone sulfate, @DRUG$, deoxycholic acid, p-cresol, p-cresol sulfate, and orotic acid but decreased intensities of suberic acid, citric acid, sebacic acid, hippuric acid, taurine, phosphocreatine, 3-hydroxyanthranilic acid, and kynurenic acid.	Compared with the control group , the DDVP - care for group showed statistically importantly increase saturation of @DRUG$ , estrone sulfate , @DRUG$ , deoxycholic acid , p-cresol , p-cresol sulfate , and orotic acid but fall saturation of suberic acid , citric acid , sebacic acid , hippuric acid , taurine , creatine phosphoric acid , 3 - hydroxyanthranilic acid , and kynurenic acid .	DDVP with the control group , the Compared - treated group - statistically significantly increased intensities of @DRUG$ , estrone sulfate , @DRUG$ , deoxycholic and , p-cresol , p-cresol sulfate , , orotic acid but phosphocreatine intensities of suberic acid , citric acid , sebacic acid , hippuric acid , taurine hydroxyanthranilic decreased , 3 showed , acid and acid kynurenic acid .	with the control group , the DDVP - treated group showed statistically significantly intensities of @DRUG$ , estrone sulfate , @DRUG$ , deoxycholic acid , p-cresol , p-cresol sulfate , and orotic acid decreased of suberic acid , citric acid , sebacic , hippuric acid , taurine , phosphocreatine , 3 - hydroxyanthranilic acid , and kynurenic acid .	The intensity of @DRUG$ was statistically significantly increased in the DDVP-treated group compared with the control group, while the intensity of @DRUG$ was statistically significantly decreased in the DDVP-treated group.	0
1	Moreover, we compared the @DRUG$ responses to the effects induced by the dopamine, noradrenaline, and cholinergic agonists, apomorphine (APO), @DRUG$ (ATO), and oxotremorine (OXO).	moreover , we compare the @DRUG$ responses to the effects induced by the dopastat , noradrenaline , and cholinergic agonists , apomorphine ( APO ) , @DRUG$ ( ATO ) , and oxotremorine ( OXO ) .	( , we compared the @DRUG$ responses to the effects induced by the dopamine , noradrenaline , and cholinergic agonists , apomorphine ( APO ) , @DRUG$ OXO ATO ) , and ) ( Moreover oxotremorine .	Moreover , we compared the @DRUG$ responses to the effects induced by the dopamine noradrenaline , cholinergic agonists , apomorphine ( APO , @DRUG$ ( ATO ) , and oxotremorine ( OXO ) .	We found that @DRUG$ responded similarly to the effects induced by dopamine , noradrenaline , and cholinergic agonists .	1
0	Plasma was spiked with a tetradeuterated analog of @DRUG$ (AL-5848X) as internal standard (IS) and acidified with 0.1 M @DRUG$.	Plasma was spiked with a tetradeuterated analog of @DRUG$ ( AL - 5848X ) as inner standard ( embody ) and acidified with 0.1 M @DRUG$ .	Plasma was spiked 5848X a tetradeuterated analog of @DRUG$ ( AL - with ) as 0.1 standard ( IS ) and acidified with internal M @DRUG$ .	Plasma was spiked with a analog of @DRUG$ ( AL - 5848X ) as internal standard ( IS ) and acidified with 0.1 M @DRUG$ .	Plasma was spiked with a tetradeuterated analog of @DRUG$ ( AL - 5848X ) as internal standard ( IS ) and acidified with 0.1 M @DRUG$ ."This means that the acidified plasma was used to spike a sample of DRUGA	0
1	Eighty patients receiving their first course of chemotherapy with regimens containing cisplatin or @DRUG$ analogues entered this open crossover study comparing nabilone 2 mg and prochlorperazine 5 mg given orally every 12 h for four doses against metoclopramide 2 mg/kg loading dose intravenously (i.v.), then 3 mg/kg as an (i.v.) infusion over 8 h and @DRUG$ 20 mg (i.v.) over 3-5 min at the time of chemotherapy.	Eighty patients find their initiatory naturally of chemotherapy with regimens containing cisplatin or @DRUG$ analogues entered this open crossover study comparing nabilone deuce mg and prochlorperazine quintuplet mg given orally every 12 h for quadruplet doses against metoclopramide deuce mg / kg stretch dose intravenously ( i.v. ) , then 3 mg / kg as an ( i.v. ) infusion over 8 h and @DRUG$ 20 mg ( i.v. ) over 3 - quintuplet fukkianese at the time of chemotherapy .	Eighty patients receiving their first course of chemotherapy with regimens containing cisplatin or @DRUG$ analogues entered this open over study comparing nabilone at mg and kg 5 mg given orally every 12 20 for 2 doses against metoclopramide four mg / prochlorperazine loading dose intravenously ( i.v. ) , / 3 mg then kg as an and i.v. ) infusion over 8 h ( @DRUG$ h mg ( i.v. ) crossover 3 - 5 min time the 2 of chemotherapy .	Eighty patients receiving their first of chemotherapy with regimens containing cisplatin or @DRUG$ analogues entered this open crossover study comparing nabilone 2 mg and prochlorperazine mg given every 12 for four doses against metoclopramide 2 mg / kg loading dose intravenously ( i.v. ) , then 3 mg / kg as an ( i.v. ) infusion over 8 h and @DRUG$ 20 mg ( i.v. ) - 5 min at the time chemotherapy .	Eighty patients receiving their first course of chemotherapy with regimens containing cisplatin or @DRUG$ analogues entered this open crossover study comparing nabilone 2 mg and prochlorperazine 5 mg given orally every 12 h for four doses against metoclopramide 2 mg / kg loading dose	1
0	Deslorelin was incubated with intact cornea either alone or in the presence of 0.1 mM @DRUG$, 0.1% @DRUG$, 0.1 mM phosphoramidon, 0.1 mM N-tosyl-L-phenylalanine chloromethylketone (TPCK), 0.1-2% EDTA, 0.1-1% ZnCl2, 0.1% dithiothreitol (DTT), or 0.1% N-ethylmaleimide (NEM) at 37 degrees C.	Deslorelin was incubated with intact cornea either alone or in the comportment of 0.1 mm @DRUG$ , 0.1 % @DRUG$ , 0.1 mm phosphoramidon , 0.1 mm N-tosyl-L-phenylalanine chloromethylketone ( TPCK ) , 0.1-2 % edta , 0.1- one % ZnCl2 , 0.1 % dithiothreitol ( DTT ) , or 0.1 % N-ethylmaleimide ( NEM ) at  level C.	Deslorelin was 0.1 with intact of alone either or in 37 presence cornea 0.1 mM @DRUG$ , 0.1 incubated @DRUG$ , 0.1 mM phosphoramidon , % mM N-tosyl-L-phenylalanine chloromethylketone ( TPCK % , 0.1-2 % EDTA , 0.1- 1 ) ZnCl2 , 0.1 % dithiothreitol ( DTT ) , or 0.1 % N-ethylmaleimide ( NEM ) at the degrees C.	Deslorelin was incubated with intact cornea either alone or in the presence of 0.1 mM @DRUG$ , 0.1 % @DRUG$ , 0.1 mM phosphoramidon , 0.1 mM N-tosyl-L-phenylalanine ( TPCK ) , 0.1-2 % EDTA , 0.1- % ZnCl2 , 0.1 % dithiothreitol ( DTT ) , or % N-ethylmaleimide NEM ) at 37 degrees C.	Deslorelin was incubated with intact cornea either alone or in the presence of 0.1 mM @DRUG$ , 0.1 % @DRUG$ , 0.1 mM phosphoramidon , 0.1 mM N-tosyl-L-phenylalanine chloromet	0
0	@DRUG$ @DRUG$ (ESL) is a once daily antiepileptic drug (AED) approved by the European Medicines Agency (EMA), the Food and Drug Administration (FDA) and Health Canada as an adjunctive therapy in adults with partial-onset seizures (POS).	@DRUG$ @DRUG$ ( ESL ) is a once everyday antiepileptic dose ( AED ) approved by the European Medicines Agency ( EMA ) , the Food and Drug Administration ( fda ) and Health Canada as an adjunctive therapy in adults with fond - onset seizure ( POS ) .	@DRUG$ @DRUG$ ( ESL ) is a once daily antiepileptic drug ( Food Medicines approved by the European ) Agency ( partial ) , the AED and an Administration ( FDA ) and Health POS as Drug adjunctive therapy in adults with EMA - onset seizures ( Canada ) .	@DRUG$ @DRUG$ ( ESL ) a once daily antiepileptic drug ( AED ) approved by European Medicines ( EMA , the Food and Drug Administration ( FDA ) and Health Canada as an adjunctive therapy in adults partial - onset seizures ( POS )	@DRUG$ is an adjunctive therapy in adults with partial-onset seizures, approved by the European Medicines Agency, the Food and Drug Administration, and Health Canada.	1
0	This raised the possibility that the effect is the result of @DRUG$-1-@DRUG$ (MIP) synthase inhibition.	This raised the possibility that the effect is the answer of @DRUG$ -1- @DRUG$ ( MIP ) synthase suppression .	This raised the possibility that the effect is the -1- result @DRUG$ of @DRUG$ ( MIP ) synthase inhibition .	This that the effect is the result of @DRUG$ @DRUG$ ( MIP ) synthase inhibition .	The possibility exists that @DRUG$ inhibits the activity of @DRUG$, which in turn results in the observed effect.	0
0	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either @DRUG$ (1 mg/kg i.p.) or montelukast (1 mg/kg i.@DRUG$.).	Aerosolized AMP elicited meaning increases in Penh in supersensitised mice , and the effect was significantly attenuated by either @DRUG$ ( 1 atomic number  / kg i.p. ) or montelukast ( 1 atomic number  / kg i.@DRUG$ . ) .	Aerosolized AMP elicited significant i.p. in Penh in sensitized mice or and the effect was significantly attenuated by either 1 ( 1 mg / kg increases ) , montelukast ( @DRUG$ mg / kg i.@DRUG$ . ) .	Aerosolized AMP elicited significant in Penh in sensitized , and the effect was significantly attenuated by either @DRUG$ ( 1 mg / kg i.p. ) or montelukast ( 1 mg / kg i.@DRUG$ . ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either @DRUG$ (1 mg/kg i.p.) or montelukast (1 mg/kg i.@DRUG$)."In other words	0
0	Prucalopride was a 5-HT(4) receptor agonist in the guinea-pig colon, as it induced contractions (pEC(50)=7.48+/-0.06; insensitive to a @DRUG$(2A) or 5-HT(3) receptor antagonist, but inhibited by a 5-HT(4) receptor antagonist) @DRUG$ well as the facilitation of electrical stimulation-induced noncholinergic contractions (blocked by a 5-HT(4) receptor antagonist).	Prucalopride was a 5 - HT ( 4 ) sensory receptor protagonist in the guinea- bull costa rican colon , as it induced contractions ( pEC ( fifty ) =7.48+/-0.06 ; insensitive to a @DRUG$ ( 2A ) or 5 - HT ( 3 ) sensory receptor antagonist , but inhibited by a 5 - HT ( 4 ) sensory receptor antagonist ) @DRUG$ swell as the facilitation of electric arousal - induced noncholinergic contractions ( blocked by a 5 - HT ( 4 ) sensory receptor antagonist ) .	=7.48+/-0.06 was a 5 - HT ( of ( it agonist pig the guinea- in colon by as receptor induced contractions ( pEC ( 50 ) Prucalopride ; insensitive to a @DRUG$ ) 2A ) or 5 - HT HT 3 ) receptor antagonist , but inhibited by a 5 - ( ( 4 ) receptor antagonist ) @DRUG$ well as the facilitation 4 electrical stimulation - induced noncholinergic contractions ( blocked , a 5 - HT ( 4 ) receptor antagonist ) .	Prucalopride was a 5 - HT ( 4 ) receptor agonist guinea- pig colon , as it induced contractions pEC ( 50 ) =7.48+/-0.06 ; insensitive to a @DRUG$ ( 2A ) or 5 - ( 3 ) receptor antagonist , but inhibited by a 5 - HT ( 4 ) receptor antagonist ) @DRUG$ well as the facilitation of electrical stimulation - induced noncholinergic contractions blocked by a 5 - HT 4 ) receptor antagonist ) .	Prucalopride is a drug that activates the 5-HT4 receptor in the guinea pig colon. This drug causes the colon to contract, and it also facilitates electrical stimulation-induced contractions. However, it is blocked by a 5-HT4 receptor antagonist.	1
0	Bradykinin-stimulated release of immunoreactive substance P (iSP) and calcitonin gene-related peptide (iCGRP) was attenuated by the N-type VSCC blocker, omega-conotoxin GVIA (100 nM), but was unaffected by blockade of L-type (1 microM @DRUG$) or @DRUG$-type (200 nM omega-agatoxin IVA) VSCC.	Bradykinin-stimulated release of immunoreactive substance P ( iSP ) and calcitonin gene-related peptide ( iCGRP ) was faded by the N-type VSCC blocking agent , omega-conotoxin GVIA ( c nM ) , but was unaffected by blockade of L-type ( one microM @DRUG$ ) or @DRUG$ -type ( 200 nM omega-agatoxin marsh elder ) VSCC .	Bradykinin-stimulated release of , substance P ( ( ) and calcitonin gene-related peptide omega-agatoxin iCGRP ) was attenuated by the N-type VSCC blocker , omega-conotoxin VSCC ( 100 nM ) immunoreactive but ) unaffected by blockade of L-type ( 1 microM @DRUG$ was or @DRUG$ -type ( 200 nM iSP IVA ) GVIA .	Bradykinin-stimulated release of immunoreactive substance P ( iSP ) and calcitonin gene-related peptide ( iCGRP ) was attenuated by N-type VSCC blocker , GVIA 100 nM ) , but was unaffected by of L-type ( 1 microM @DRUG$ ) or @DRUG$ -type ( 200 nM omega-agatoxin IVA .	The release of iSP and iCGRP was attenuated by the N-type VSCC blocker, omega-conotoxin GVIA, but was unaffected by blockade of L-type or @DRUG$-type VSCC.	1
0	RESULTS: The most important botanicals pertaining to dermatologic uses, such as cosmeceuticals, include teas, soy, pomegranate, date, grape seed, Pycnogenol, horse chestnut, German chamomile, @DRUG$, comfrey, @DRUG$, and aloe.	RESULTS : The most important botanicals concern to dermatologic uses , such as cosmeceuticals , include teas , soy , pomegranate , see , grape semen , Pycnogenol , horse chestnut , German chamomile , @DRUG$ , cumfrey , @DRUG$ , and aloe .	RESULTS : include most important botanicals pertaining to dermatologic uses , such as cosmeceuticals , , teas , soy , pomegranate , date , grape seed and , Pycnogenol horse chestnut , German chamomile , @DRUG$ , comfrey , @DRUG$ The , aloe .	RESULTS : The most important botanicals pertaining to dermatologic uses , such as cosmeceuticals , include teas , soy , pomegranate , date , seed , Pycnogenol , horse chestnut , German , @DRUG$ , comfrey , @DRUG$ , and aloe .	The most important botanicals pertaining to dermatologic uses, such as cosmeceuticals, include teas, soy, pomegranate, date, grape seed, Pycnogenol, horse chestnut, German chamomile, @DRUG$, comfrey, DRU	1
0	Coadministration with other HIV-1 PIs continues to be studied.The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$-administer fosamprenavir and fosamprenavir plus @DRUG$ with many other commonly co-prescribed medications, such as gastric acid suppressants, HMG-CoA reductase inhibitors, antibacterials and antifungal agents.	Coadministration with other hiv -1 sherlock continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction info provides counselling on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus @DRUG$ with many other commonly co-prescribed medications , such as gastric acid appetite suppressant , HMG - CoA reductase inhibitors , antibacterials and antifungal agents .	Coadministration with other HIV -1 PIs continues to with studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to such medications administer fosamprenavir and fosamprenavir plus @DRUG$ be suppressants other commonly co-prescribed - , @DRUG$ as gastric acid many , HMG - reductase CoA inhibitors , antibacterials and antifungal agents .	Coadministration with other HIV -1 PIs to be studied . The extensive and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus @DRUG$ many other commonly co-prescribed medications , such as gastric suppressants , HMG - CoA reductase inhibitors , antibacterials and antifungal agents .	Coadministration with other HIV -1 PIs continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus @DRUG$	0
0	The D-galactose exposure also induced an increase in peripheral oxidative stress, including an increase in @DRUG$, a decrease in total anti-oxidative capabilities (T-AOC), total superoxide dismutase (T-SOD), and @DRUG$ peroxidase (GSH-Px) activities.	The D-galactose exposure likewise induced an increase in computer peripheral oxidative emphasis , including an increase in @DRUG$ , a decrease in total anti-oxidative capabilities ( T- AOC ) , total superoxide dismutase ( T- turf ) , and @DRUG$ peroxidase ( GSH - Px ) activities .	The AOC exposure also induced an increase ( - oxidative stress , including an increase in @DRUG$ , a decrease in total anti-oxidative capabilities ( T- D-galactose ) , total GSH dismutase ( T- SOD ) , and @DRUG$ peroxidase in superoxide peripheral Px ) activities .	The D-galactose exposure also induced an increase in peripheral oxidative stress , including an increase in @DRUG$ , a decrease in total anti-oxidative capabilities ( T- AOC ) , total superoxide dismutase T- SOD ) , and @DRUG$ peroxidase ( GSH - Px ) .	The D-galactose exposure also induced an increase in peripheral oxidative stress, including an increase in @DRUG$, a decrease in total anti-oxidative capabilities (T-AOC), total superoxide dismutase (T-SOD), and @DRUG$ peroxidase	0
0	Serum @DRUG$ was consistently suppressed below 50 @DRUG$/dL in all patients and mean testosterone levels were 13.1, 14.8 and 10.8 ng/dL after 104 weeks (year 2), 156 weeks (year 3) and 208 weeks (year 4) of treatment, respectively.	serum @DRUG$ was systematically suppressed below 50 @DRUG$ / dL in all patients and mean testosterone stratum were 13.1 , 14.8 and 10.8 ng / dL after 104 weeks ( year ii ) , 156 weeks ( year 3 ) and 208 weeks ( year 4 ) of discourse , respectively .	Serum @DRUG$ 3 / suppressed below 50 @DRUG$ / dL in all patients and mean testosterone levels were 13.1 , 14.8 and 10.8 ng consistently dL after and 208 ( year 2 ) , 156 weeks ( year was 4 104 weeks weeks ( year ) ) of treatment , respectively .	Serum @DRUG$ was consistently suppressed below 50 @DRUG$ / in all patients and mean levels were 13.1 , and 10.8 ng / dL 104 weeks ( year 2 ) , 156 weeks ( 3 208 ( year 4 ) of treatment , respectively .	Serum @DRUG$ was consistently suppressed below 50 @DRUG$ / dL in all patients and mean testosterone levels were 13.1 , 14.8 and 10.8 ng / dL after 104 weeks ( year 2 ) , 156 weeks ( year 3 ) and 208 weeks ( year 4 )	0
0	Ovulation occurred earlier at the second estrus of the T2 group, compared with the T1 and @DRUG$ groups (@DRUG$< or =0.027), being similar to that at the first estrus of T2 group (P=0.177).	Ovulation occur earlier at the arcsecond estrus of the T2 group , compared with the T1 and @DRUG$ groups ( @DRUG$ < or =0.027 ) , being like to that at the foremost estrus of T2 group ( P=0.177 ) .	Ovulation being earlier at the second estrus of T2 T2 group ( compared with the T1 and @DRUG$ groups , @DRUG$ < or =0.027 ) , occurred similar to that at the first estrus of the group ( P=0.177 ) .	occurred earlier at the second estrus the T2 group , compared with the T1 @DRUG$ groups ( @DRUG$ < or =0.027 ) , being similar to that at the first estrus of T2 group ( P=0.177 ) .	Ovulation occurred earlier at the second estrus of the T2 group , compared with the T1 and @DRUG$ groups ( DRUGA < or =0.027 ) , being similar to that at the first estrus of T2 group ( P=0.177 ) .	1
0	Understanding of the mechanism of @DRUG$ action @DRUG$ a smoking cessation aid provides a necessary basis for conducting clinical trials to confirm its efficacy as an optimal antismoking therapy.	Understanding of the mechanism of @DRUG$ action @DRUG$ a smoking cessation aid provides a necessary fundament for conducting clinical trials to support its efficaciousness as an optimal antismoking therapy .	provides of the mechanism of @DRUG$ action @DRUG$ a smoking cessation aid Understanding a necessary basis for conducting clinical trials therapy confirm its efficacy as to optimal antismoking an .	Understanding of the mechanism of @DRUG$ action @DRUG$ a smoking cessation aid provides a necessary basis for conducting clinical trials to confirm its efficacy as optimal antismoking therapy .	Understanding of the mechanism of @DRUG$ action @DRUG$ a smoking cessation aid provides a necessary basis for conducting clinical trials to confirm its efficacy as an optimal antismoking therapy ."DRUGA is the drug being studied, and DRUGB is the drug's action.	0
0	In a prespecified subgroup analysis of the primary outcome, @DRUG$ was superior to @DRUG$-replacement therapy among women and noninferior among men.	In a prespecified subgroup analysis of the primary election termination , @DRUG$ was superior to @DRUG$ - replacement therapy among women and noninferior among men .	subgroup a prespecified In analysis of the men outcome , @DRUG$ was superior to @DRUG$ - replacement therapy among women and noninferior among primary .	In a prespecified analysis of the primary outcome , @DRUG$ was superior to @DRUG$ - replacement therapy among women and among men .	@DRUG$ was found to be better than @DRUG$ among women and just as good as DRUGB among men.	0
0	Recent studies demonstrate that dietary @DRUG$ increases the content of its elongase product, dihomo-gamma-linolenic acid (DGLA), within cell membranes without concomitant changes in @DRUG$ (AA).	Recent studies demonstrate that dietetical @DRUG$ increases the content of its elongase product , dihomo-gamma-linolenic acid ( DGLA ) , inside cell membranes without consequent changes in @DRUG$ ( AA ) .	Recent studies demonstrate that ( @DRUG$ increases the content ) product elongase its , dihomo-gamma-linolenic acid dietary DGLA ) , within cell membranes without concomitant changes in @DRUG$ ( AA of .	Recent studies demonstrate that dietary @DRUG$ increases the content of elongase product , dihomo-gamma-linolenic acid ( DGLA ) , within cell membranes without concomitant changes @DRUG$ ( AA ) .	Dietary @DRUG$ increases the content of its elongase product, dihomo-gamma-linolenic acid (DGLA), within cell membranes without concomitant changes in @DRUG$ (AA).	0
0	When diclazuril (1.0 or 0.5 @DRUG$/kg) was combined with @DRUG$ (12.5 mg/kg) all mice survived the 56-day observation period.	When diclazuril ( 1.0 or 0.5 @DRUG$ / kg ) was combined with @DRUG$ ( 12.5 atomic number  / kg ) all mice survived the 56 - clarence shepard day jr watching period .	When diclazuril ( - or 0.5 @DRUG$ / observation / was combined with @DRUG$ ( 12.5 mg ) kg ) all mice survived the 56 1.0 day kg period .	When diclazuril ( 0.5 @DRUG$ / ) was combined with @DRUG$ ( 12.5 mg / kg ) all mice survived the 56 - day observation period .	When diclazuril ( 1.0 or 0.5 @DRUG$ / kg ) was combined with @DRUG$ ( 12.5 mg / kg ) all mice survived the 56 - day observation period ."This means that when diclazuril was combined with	0
0	Following digitalisation femoral venous plasma potassium increased by 0.2-0.3 mmol.litre-1 (@DRUG$ < 0.05) at work rates of 69 W, 93 @DRUG$, and at exhaustion, as well as during the first 3 min of recovery.	travel along digitalization femoral venous plasma potassium increased by 0.2-0.3 mmol.litre-1 ( @DRUG$ < 0.05 ) at body of work rates of 69 W , 93 @DRUG$ , and at debilitation , as well as during the first 3 min of recovery .	work digitalisation femoral venous plasma first increased by 0.2-0.3 mmol.litre-1 ( @DRUG$ < , ) at Following rates of 69 W , , @DRUG$ 93 and at exhaustion 0.05 as well as during the potassium 3 min of recovery .	Following digitalisation femoral venous plasma potassium increased by 0.2-0.3 mmol.litre-1 ( @DRUG$ < 0.05 ) at rates of 69 W , 93 @DRUG$ , at exhaustion , as well as during the first 3 of recovery .	The higher the @DRUG$ level, the lower the @DRUG$ level.	0
0	These drugs include @DRUG$ @DRUG$ (Lupron); the first GnRH agonist to be approved in the United States, nafarelin acetate (Synarel); and goserelin acetate (Zoladex).	These drugs include @DRUG$ @DRUG$ ( Lupron ) ; the first GnRH protagonist to be okay in the unify States , nafarelin acetate ( Synarel ) ; and goserelin acetate ( Zoladex ) .	These drugs include @DRUG$ @DRUG$ and Lupron ) ; to first GnRH agonist States be approved in the United the , nafarelin acetate ( Synarel ) ; ( goserelin acetate ( Zoladex ) .	include @DRUG$ @DRUG$ ( Lupron ) the first GnRH to be approved in the United States nafarelin ( Synarel ) and goserelin acetate ( Zoladex ) .	@DRUG$ is a drug that is used in the treatment of prostate cancer, and @DRUG$ is a drug that is used in the treatment of endometriosis. These drugs include Lupron, nafarelin acetate, and goserelin acetate.	0
0	Encephalopathy was reported in 4 women who received @DRUG$ 500 mg/@DRUG$.	Encephalopathy was reported in 4 char who received @DRUG$ 500 mg / @DRUG$ .	Encephalopathy was 4 in reported women who received @DRUG$ 500 mg / @DRUG$ .	Encephalopathy was reported in 4 women who received @DRUG$ 500 mg / @DRUG$ .	Encephalopathy was reported in 4 women who received @DRUG$ 500 mg / @DRUG$ ."If you received DRUGA 500 mg, you were more likely to experience encephalopathy than if you received DRUGB alone.	0
1	As a therapeutic class, there is little pharmacokinetic information available for these drugs, which is inclusive of benztropine, biperiden, diphenhydramine, ethopropazine, orphenadrine, @DRUG$ and @DRUG$.	eastern samoa a therapeutic class , there is little pharmacokinetic information available for these drugs , which is inclusive of benztropine , biperiden , benadryl , ethopropazine , norflex , @DRUG$ and @DRUG$ .	a As therapeutic class , there , little pharmacokinetic information available for is drugs , which is inclusive of benztropine these biperiden , diphenhydramine , ethopropazine , orphenadrine , @DRUG$ and @DRUG$ .	As a therapeutic class , there is little pharmacokinetic information available for these drugs , which inclusive of benztropine , biperiden diphenhydramine , ethopropazine , orphenadrine @DRUG$ and @DRUG$ .	There is little information available on how these drugs are metabolized and eliminated from the body.	1
0	We treated 20 patients who had steatohepatitis but were not alcoholics with @DRUG$ (500 @DRUG$ three times a day for 4 months), an agent that improves hepatic insulin sensitivity.	We cover 20 patients who had steatohepatitis but were not alcoholics with @DRUG$ ( 500 @DRUG$ three times a clarence day for 4 months ) , an agent that improves liverwort insulin sensitivity .	We treated 20 not who had steatohepatitis but were that alcoholics with @DRUG$ ( an @DRUG$ three times a day for 4 months ) , 500 agent patients improves hepatic insulin sensitivity .	treated 20 patients had steatohepatitis but not alcoholics with @DRUG$ ( 500 @DRUG$ three times a day for months ) , an that improves hepatic insulin sensitivity .	We treated 20 patients who had steatohepatitis but were not alcoholics with @DRUG$ ( 500 @DRUG$ three times a day for 4 months ) , an agent that improves hepatic insulin sensitivity ."DRUGA is an agent that improves hepatic insulin sensitivity, while DR	0
0	Although gamma-@DRUG$ (GLA) has been shown to correct deficiencies in skin lipids associated with reduced delta-6-desaturase activity which should result in improvement of dysregulation of inflammation and immunity in atopic eczema, clinical studies with @DRUG$ containing 10% GLA have yielded contradictory results.	Although gamma-@DRUG$ ( GLA ) has been shown to adjust deficiencies in skin lipids link up with reduced delta-6 - desaturase activity which should result in improvement of dysregulation of inflammation and immunity in atopic eczema , clinical hit the books with @DRUG$ containing ten % GLA have yielded contradictory results .	Although gamma-@DRUG$ ( GLA ) has been shown to correct deficiencies in skin lipids associated with result delta-6 - desaturase activity which should reduced in improvement dysregulation of yielded inflammation and immunity @DRUG$ atopic eczema , clinical studies with in containing 10 % GLA have of contradictory results .	Although gamma-@DRUG$ ( GLA ) has been shown to correct deficiencies skin lipids associated with reduced delta-6 - desaturase activity which should result in improvement of dysregulation of inflammation and immunity eczema , clinical studies with @DRUG$ containing 10 % GLA have yielded contradictory results .	Although gamma-@DRUG$ (GLA) has been shown to correct deficiencies in skin lipids associated with reduced delta-6 - desaturase activity which should result in improvement of dysregulation of inflammation and immunity in atopic eczema, clinical studies with @DRUG$ containing 10 % GL	0
0	The 15 most frequently positive allergens were nickel sulfate (19.0%), Myroxilon pereirae (balsam of Peru, 11.9%), fragrance mix I (11.5%), @DRUG$ (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), @DRUG$ chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), potassium dichromate (4.8%), carba mix (3.9%), thiuram mix (3.9%), diazolidinylurea (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The xv most frequently irrefutable allergens were atomic number  sulfate ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , bouquet admixture  ( 11.5 % ) , @DRUG$ ( 10.3 % ) , fradicin ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , @DRUG$ chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , k bichromate ( 4.8 % ) , carba admixture ( 3.9 % ) , thiuram admixture ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and deuce - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 potassium ) , fragrance mix ) ( 11.5 % ) ) @DRUG$ 10.0 , % ) 10.3 neomycin ( ( % ) , bacitracin ( 9.2 % I , formaldehyde ( 9.0 % ) , @DRUG$ chloride ) % % ) , methyldibromoglutaronitrile / phenoxyethanol 5.8 ( , ) , p-phenylenediamine ( 5.0 % ) , % dichromate ( 4.8 8.4 , , carba mix ( 3.9 % ) % thiuram mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ( , and -1,3-diol - bromo-2-nitropropane 2 ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) @DRUG$ 10.3 % , neomycin 10.0 % ) , bacitracin ( 9.2 % ) , formaldehyde ( 9.0 % ) , @DRUG$ chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 ) , potassium dichromate ( 4.8 % ) mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and 2 - bromo-2-nitropropane ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , @DRUG$ ( 10.3 % ) , neomy	1
0	These results would indicate the capacity for lortalamine to act as a norepinephrine uptake inhibitor, and indeed, @DRUG$ is more potent than imipramine in inhibiting @DRUG$ uptake by rat brain cortex slices.	These results would indicate the capacity for lortalamine to act as a noradrenaline uptake inhibitor , and indeed , @DRUG$ is more potent than imipramine in inhibiting @DRUG$ uptake by rat brain cerebral cortex slit .	These norepinephrine would indicate the is for lortalamine to act as a results uptake inhibitor , than indeed , @DRUG$ capacity more potent and imipramine in inhibiting @DRUG$ uptake by rat brain cortex slices .	results would indicate the for lortalamine to act as norepinephrine uptake inhibitor and , @DRUG$ is more potent than imipramine in inhibiting @DRUG$ uptake by rat cortex slices .	@DRUG$ is more potent than imipramine in inhibiting @DRUG$ uptake by rat brain cortex slices.	0
0	Our results indicate that @DRUG$ administered with GHRH led to higher serum GH levels than did a maximally stimulatory dose of @DRUG$ or Arg alone.	Our results indicate that @DRUG$ administered with GHRH led to higher blood serum GH pull down than did a maximally stimulatory dose of @DRUG$ or Arg alone .	Our results indicate that @DRUG$ administered levels GHRH led alone higher serum GH with than did a maximally stimulatory dose of @DRUG$ or Arg to .	Our results indicate that @DRUG$ administered with GHRH led to serum GH levels than did a stimulatory dose of @DRUG$ or Arg alone .	Our results indicate that @DRUG$ administered with GHRH led to higher serum GH levels than did a maximally stimulatory dose of @DRUG$ or Arg alone ."DRUGA stimulates the release of GH from the pituitary gland, while DRUGB directly stimulates the GH receptor	0
1	We cover nicotine replacement therapy (NRT), antidepressants (@DRUG$ and nortriptyline), nicotine receptor partial agonists (varenicline and cytisine), anxiolytics, selective type 1 cannabinoid receptor antagonists (rimonabant), clonidine, lobeline, dianicline, @DRUG$, Nicobrevin, opioid antagonists, nicotine vaccines, and silver acetate.	We blanket nicotine replacement therapy ( NRT ) , antidepressants ( @DRUG$ and nortriptyline ) , nicotine receptor partial agonists ( varenicline and cytisine ) , minor tranquillizer , selective typecast ace cannabinoid receptor antagonists ( rimonabant ) , clonidine , lobeline , dianicline , @DRUG$ , Nicobrevin , opioid antagonists , nicotine vaccines , and smooth spoken acetate .	) cover nicotine replacement therapy ( NRT We , antidepressants cannabinoid @DRUG$ nicotine nortriptyline ) , and receptor partial clonidine , varenicline and cytisine ) ( anxiolytics , selective type 1 ( receptor antagonists ( rimonabant ) , agonists , lobeline , dianicline , @DRUG$ , Nicobrevin , opioid antagonists , nicotine vaccines , and silver acetate .	We cover nicotine replacement therapy ( NRT ) , antidepressants ( @DRUG$ and nortriptyline ) , nicotine receptor partial agonists ( varenicline and cytisine ) , anxiolytics , selective type 1 cannabinoid receptor antagonists ( rimonabant ) , , , dianicline , @DRUG$ , Nicobrevin , opioid antagonists , nicotine vaccines and silver acetate .	@DRUG$ is a type of drug that is used to treat various conditions, while @DRUG$ is a type of drug that is used to help people stop smoking.	0
0	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either CVT-6883 (1 mg/kg i.p.) or @DRUG$ (1 mg/kg i.@DRUG$.).	aerosolised AMP draw out significant increases in Penh in sensitized mice , and the effect was significantly rarefy by either CVT -6883 ( 1 mg / kg i.p. ) or @DRUG$ ( 1 mg / kg i.@DRUG$ . ) .	Aerosolized kg @DRUG$ significant increases in Penh elicited sensitized mice , and the effect was significantly attenuated by either CVT -6883 ( 1 mg / AMP i.p. ) or in ( 1 mg / kg i.@DRUG$ . ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice , and effect was significantly attenuated by either CVT -6883 ( 1 mg / kg i.p. ) @DRUG$ ( mg / kg i.@DRUG$ ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice , and the effect was significantly attenuated by either CVT -6883 ( 1 mg / kg i.p. ) or @DRUG$ ( 1 mg / kg i.@DRUG$ . ) .	0
0	When administered three times daily for 3 days, rifaximin is superior to placebo or loperamide; it is at least as effective as @DRUG$ in reducing duration of illness and restoring wellbeing in patients with travellers' diarrhoea, both with and without identification of a pathogen, as well @DRUG$ in diarrhoea caused by Escherichia coli infection.	When shell out three meter day after day for 3 days , rifaximin is ranking to placebo or loperamide ; it is at least as effective as @DRUG$ in reducing duration of illness and restoring wellbeing in patients with travellers ' diarrhoea , both with and without identification of a pathogen , as intimately @DRUG$ in diarrhoea caused by escherichia coli infection .	When , three times wellbeing for 3 days administered rifaximin is superior both placebo or is ; it loperamide at least as effective as @DRUG$ in reducing duration Escherichia illness and restoring daily in patients with travellers ' diarrhoea , to with and without identification of a pathogen , well as @DRUG$ in diarrhoea caused by of coli infection .	When administered three times daily 3 days , rifaximin is superior to or loperamide ; it is at least as effective as @DRUG$ in reducing duration of illness and restoring wellbeing in patients with travellers ' diarrhoea both with and identification of a pathogen , as @DRUG$ diarrhoea caused by Escherichia coli infection .	Rifaximin is superior to placebo or loperamide in reducing the duration of illness and restoring wellbeing in patients with travellers' diarrhoea, both with and without identification of a pathogen. Rifaximin is also at least as effective as @DRUG$ and @DRUG$ in diarr	0
0	Ambulatory 24-h pH-metry and symptom assessment were performed after treatments with 150 or 300 @DRUG$ @DRUG$ thrice a day (t.i.d.) for 30 d in random order, using an open label method.	Ambulatory 24 -h pH-metry and symptom judgement were performed after discourse with 150 or 300 @DRUG$ @DRUG$ thrice a day ( t.i.d. ) for 30 d in random say , using an open label method .	Ambulatory 24 -h pH-metry order symptom assessment were performed after treatments with thrice or 300 @DRUG$ @DRUG$ 150 a day ( t.i.d. ) for 30 d in random open , using an and label method .	Ambulatory 24 -h and symptom assessment were performed after treatments with 150 or 300 @DRUG$ @DRUG$ thrice ( t.i.d. ) for 30 d in random order , using an open label method .	Ambulatory 24 -h pH-metry and symptom assessment were performed after treatments with 150 or 300 @DRUG$ @DRUG$ thrice a day ( t.i.d. ) for 30 d in random order , using an open label method ."This means that the two drugs were tested	0
0	For the reference formulation, Cmax and AUC values were higher for (+)S-chlorpheniramine ((+)S-CPAM) compared to (-)R-chlorpheniramine ((-)R-CPAM) (13.3 vs. 6.8 ng/ml and 409 vs. 222 ng/ml/h, respectively) while Clt/@DRUG$ and Vd/F were lower (9.8 vs. 17.6 @DRUG$/h and 321 vs. 627 l, respectively).	For the character formulation , Cmax and united self defense group of colombia values were in high spirits for ( + ) S- chlorpheniramine ( ( + ) S - CPAM ) compare to ( -) R- chlorpheniramine ( ( -) R- CPAM ) ( 13.3 vs. 6.8 ng / millilitre and 409 vs. 222 ng / ml/h , respectively ) while Clt / @DRUG$ and Vd / atomic number  were lower ( 9.8 vs. 17.6 @DRUG$ / heat content and 321 vs. 627 fifty , respectively ) .	For the reference ng , ng ) AUC values were higher for ( + formulation S- ) ( ( + ) S / CPAM ) were to ( -) R- chlorpheniramine ( vs. -) R- CPAM ) ( 13.3 vs. 6.8 Cmax - ml and 409 ( 222 chlorpheniramine / ml/h , respectively ) while Clt / @DRUG$ and Vd / F compared lower ( 9.8 vs. 17.6 @DRUG$ / h and 321 vs. 627 l , respectively and .	For the reference formulation , Cmax and AUC values were higher for ( + ) S- ( ( + ) S CPAM ) compared to ( -) R- chlorpheniramine ( ( R- CPAM ) ( 13.3 vs. 6.8 ng / ml 409 vs. 222 ng / ml/h , respectively ) while Clt / @DRUG$ and Vd F lower ( 9.8 vs. @DRUG$ / and vs. 627 respectively ) .	For the reference formulation, Cmax and AUC values were higher for (+) S-chlorpheniramine ( (+) S-CPAM) compared to (–) R-chlorpheniramine ( (–) R-CPAM) (13.3 vs. 6.8 ng	1
1	The antihypertensive effect of the fixed combination of @DRUG$, a beta-blocking agent, hydrochlorothiazide, a thiazide diuretic, and amiloride, a potassium sparing agent, was compared against that of @DRUG$ in an open study lasting 16 weeks in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95-120 mm Hg.	The antihypertensive effect of the fixed combination of @DRUG$ , a beta-blocking agent , hydrochlorothiazide , a thiazide diuretic , and amiloride , a k sparing agent , was compared against that of @DRUG$ in an open survey hold up 16 calendar week in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95 - 120 mm mercury .	agent antihypertensive effect ambulatory the fixed combination of @DRUG$ , a beta-blocking agent , , , a thiazide diuretic , and amiloride hydrochlorothiazide a potassium sparing The , was compared against that untreated @DRUG$ in an open study lasting 16 weeks in 32 of African patients with previously of diastolic blood pressure of 95 - 120 mm Hg .	antihypertensive effect of the fixed combination of @DRUG$ , a beta-blocking agent , hydrochlorothiazide , a thiazide diuretic , amiloride a potassium , was compared against that of @DRUG$ in an open 16 in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95 - 120 mm Hg .	The antihypertensive effect of the fixed combination of @DRUG$ was compared against that of @DRUG$ in an open study lasting 16 weeks in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95 - 120 mm Hg .	0
0	METHODS: A parallel design to compare the effects of 2 corticosteroids by evaluating lung function, serum @DRUG$ and electrolyte concentrations, response to @DRUG$ stimulation and haematology sequentially during a 14 day control period (no treatment), followed by 14 day treatment with either isoflupredone acetate (0.03 mg/kg i.m. s.i.d., n = 6) or dexamethasone (0.04 mg/kg i.v. s.i.d., n = 6) and 7 days of wash-out.	method : A parallel design to liken the effects of 2 corticosteroids by judge lung function , serum @DRUG$ and electrolyte concentrations , response to @DRUG$ stimulation and hematology sequentially during a 14 day master period ( no treatment ) , keep abreast by 14 day treatment with either isoflupredone ethanoate ( 0.03 mg / kg i.m. s.i.d. , n = 6 ) or dexamethasone ( 0.04 mg / kg i.v. s.i.d. , n = 6 ) and 7 years of wash- out .	6 : A parallel design to compare n effects of 2 corticosteroids by evaluating lung function , isoflupredone @DRUG$ and electrolyte concentrations , response to @DRUG$ stimulation and haematology sequentially during a 14 day control period ( no treatment days , followed by 14 day treatment with either mg acetate , 0.03 serum / kg i.m. s.i.d. ( METHODS = the ) or wash- ( 0.04 mg / kg i.v. s.i.d. , n = 6 ) and 7 ) of dexamethasone out .	METHODS : A parallel design to compare the effects of 2 corticosteroids by lung function , serum @DRUG$ and electrolyte concentrations , response to @DRUG$ stimulation and haematology sequentially during 14 day control ( no treatment ) , followed by 14 day treatment with either isoflupredone acetate ( 0.03 mg / kg i.m. s.i.d. , n = 6 ) or dexamethasone 0.04 mg / kg s.i.d. , n = 6 ) and 7 days of wash- out .	METHODS : A parallel design to compare the effects of 2 corticosteroids by evaluating lung function , serum @DRUG$ and electrolyte concentrations , response to @DRUG$ stimulation and haematology sequentially during a 14 day control period ( no treatment ) , followed by 14 day treatment with	0
0	The effect of @DRUG$ and rhein at therapeutic concentrations (5-20 microg/ml) was determined by osteoblast phenotypic factors, alkaline phosphatase, osteocalcin, and cAMP; on metabolic agents urokinase plasminogen activator (uPA), plasminogen activator inhibitor-1 (PAI-1), and insulin-like growth factor-1 (IGF-1); and on inflammatory mediators interleukin 6 (IL-6), @DRUG$ (PGE2), and cyclooxygenase-2 (COX-2).	The effect of @DRUG$ and rhein at therapeutic concentration ( quintet - 20 microg / ml ) was determined by bone forming cell phenotypic factors , alkaline phosphatase , osteocalcin , and cAMP ; on metabolous federal agent urokinase plasminogen activator ( uPA ) , plasminogen activator inhibitor - 1 ( PAI - 1 ) , and insulin-like development factor - 1 ( IGF - 1 ) ; and on inflammatory mediators interleukin sextuplet ( IL - sextuplet ) , @DRUG$ ( PGE2 ) , and cyclooxygenase - deuce ( cyclooxygenase - deuce ) .	The effect ( @DRUG$ and rhein at therapeutic concentrations - 5 - metabolic microg / ml ) was determined by osteoblast phenotypic factors , alkaline ) - osteocalcin , and ( ; on 20 agents IGF plasminogen activator of phosphatase ) , plasminogen activator inhibitor ( 1 ( PAI - 1 ) , and insulin-like growth factor - 1 cAMP urokinase , 1 ) ; and on inflammatory mediators interleukin 6 ( IL - 6 ) , @DRUG$ ( PGE2 uPA , and cyclooxygenase - 2 ( COX - 2 ) .	effect of @DRUG$ and rhein at therapeutic concentrations ( 5 - 20 / ml ) was determined by osteoblast phenotypic factors , alkaline phosphatase , osteocalcin and ; on metabolic agents urokinase plasminogen activator ( uPA ) , plasminogen activator - 1 PAI - 1 , and insulin-like growth factor - 1 ( IGF - 1 ) ; and on inflammatory mediators interleukin 6 ( IL - 6 ) , @DRUG$ ( PGE2 ) , cyclooxygenase - ( COX - 2 ) .	The effect of @DRUG$ and rhein at therapeutic concentrations ( 5 - 20 microg / ml ) was determined by osteoblast phenotypic factors , alkaline phosphatase , osteocalcin , and cAMP ; on metabolic agents urokinase plasminogen activator	1
0	The objective of the present research is to study the interaction of separate and simultaneous of alprazolam (ALP) and @DRUG$ hydrochloride (FLX) with @DRUG$ (HSA) in phosphate buffer (pH 7.4) using different kinds of spectroscopic, cyclic voltammetry and molecular modeling techniques.	The objective of the present research is to study the interaction of separate and co occurrent of alprazolam ( ALP ) and @DRUG$ hydrochloride ( FLX ) with @DRUG$ ( HSA ) in phosphate buffer ( ph 7.4 ) using dissimilar kinds of spectroscopic , cyclic voltammetry and molecular posture proficiency .	The objective ( the present research is using study the interaction of separate and simultaneous of alprazolam ( ALP ) and @DRUG$ hydrochloride kinds FLX ) with @DRUG$ ( ) HSA in phosphate buffer ( to 7.4 ) pH different of of spectroscopic , cyclic voltammetry and molecular modeling techniques .	The objective of the present research study the interaction of separate and simultaneous of alprazolam ( ALP ) and @DRUG$ hydrochloride ( FLX ) with @DRUG$ ( HSA ) in buffer ( pH 7.4 ) using different kinds of spectroscopic , cyclic voltammetry and molecular techniques .	The research is being conducted to study how the separate and simultaneous use of alprazolam ( ALP ) and @DRUG$ hydrochloride ( FLX ) affects @DRUG$ ( HSA ) in phosphate buffer ( pH 7.4 ) using different kinds of spectroscopic , cyclic	0
0	OBJECTIVE: To clarify the mechanism of inhibition, we investigated the effects of three drugs on the function of phospholipase A2, 5-lipoxygenase, leukotriene C4 synthase, and leukotriene A4 hydrolase, which are all catabolic enzymes involved in synthesizing @DRUG$ and @DRUG$ in rat basophilic leukemia (RBL)-1 cells.	OBJECTIVE : To clarify the mechanism of inhibition , we investigated the gist of three drugs on the function of phospholipase A2 , phoebe - lipoxygenase , leukotriene C4 synthase , and leukotriene A4 hydrolase , which are all katabolic enzyme involved in synthesizing @DRUG$ and @DRUG$ in rat basophilic leukemia ( RBL ) - 1 electric cell .	OBJECTIVE : To clarify all mechanism of inhibition , we investigated the effects of three drugs on the leukemia of phospholipase A2 function 5 - hydrolase , leukotriene C4 synthase , and leukotriene A4 lipoxygenase enzymes which are the catabolic , involved in synthesizing @DRUG$ and @DRUG$ in rat basophilic , ( RBL ) - 1 cells .	OBJECTIVE : To clarify the mechanism of inhibition , we investigated the effects three drugs on function of phospholipase A2 , 5 - , leukotriene C4 synthase , and leukotriene A4 hydrolase , which are all catabolic involved in synthesizing @DRUG$ and @DRUG$ in rat basophilic leukemia ( RBL ) - 1 cells .	The three drugs inhibited the function of the three catabolic enzymes involved in synthesizing @DRUG$ and @DRUG$ in rat basophilic leukemia cells.	0
1	Comparative pharmacokinetics of @DRUG$ antagonists: warfarin, phenprocoumon and @DRUG$.	relative pharmacokinetics of @DRUG$ antagonists : warfarin , phenprocoumon and @DRUG$ .	Comparative pharmacokinetics of @DRUG$ antagonists : warfarin and phenprocoumon , @DRUG$ .	Comparative pharmacokinetics of @DRUG$ antagonists : warfarin , phenprocoumon @DRUG$ .	The pharmacokinetics of @DRUG$ antagonists (warfarin, phenprocoumon) are compared to @DRUG$.	0
0	Endpoints included the change from baseline in serum @DRUG$+ at the end of treatment (primary); the proportion of patients with hyperkalaemia (K+ >5.5 mEq/L); and the proportion titrated to spironolactone 50 @DRUG$/day.	Endpoints included the change from baseline in serum @DRUG$ + at the end of treatment ( elementary ) ; the proportion of patients with hyperkalaemia ( K+ >5.5 milliequivalent / lambert ) ; and the proportion titrated to spironolactone 50 @DRUG$ / twenty four hour period .	Endpoints included the change day baseline in serum @DRUG$ + at the / of treatment ( spironolactone ) >5.5 the proportion of patients with hyperkalaemia ( K+ ; mEq / L ) ; and the proportion titrated to primary 50 @DRUG$ end from .	Endpoints included the change from baseline serum @DRUG$ + at the end of treatment ) ; the proportion of patients with hyperkalaemia ( K+ >5.5 mEq / L ) ; and the proportion titrated to spironolactone 50 @DRUG$ / day .	Endpoints included the change from baseline in serum @DRUG$ + at the end of treatment ( primary ) ; the proportion of patients with hyperkalaemia ( K+ >5.5 mEq / L ) ; and the proportion titrated to spironolactone 50 @DRUG$	0
0	@DRUG$ is sparingly soluble in water but readily soluble in methanol, ethanol, dichloromethane and @DRUG$.	@DRUG$ is sparingly soluble in water system but readily soluble in methanol , ethanol , dichloromethane and @DRUG$ .	@DRUG$ is sparingly soluble in water but , soluble in methanol readily ethanol , dichloromethane and @DRUG$ .	@DRUG$ is sparingly soluble in water but readily soluble in methanol ethanol , dichloromethane and @DRUG$ .	@DRUG$ is sparingly soluble in water but readily soluble in methanol, ethanol, dichloromethane and @DRUG$.	0
0	No significant differences were found in serum HDL @DRUG$ or @DRUG$ levels in the TG >/=200 mg/dl groups that received 600 or 900 mg of gemcabene, or in TG <200 mg/dl groups administered any dose of gemcabene.	nobelium significant differences were receive in serum HDL @DRUG$ or @DRUG$ levels in the TG >/=200 milligram / dl groups that get 600 or 900 milligram of gemcabene , or in TG < 200 milligram / dl groups administered any dose of gemcabene .	No significant differences were mg in serum HDL @DRUG$ or @DRUG$ levels of 200 TG >/=200 mg / dl groups that received 600 or 900 mg of gemcabene in or in TG < the found / dl groups administered any dose , gemcabene .	No significant differences were found in serum HDL @DRUG$ or @DRUG$ levels in the TG >/=200 mg dl groups that received 600 or 900 mg of gemcabene , or in TG < 200 mg / dl groups any dose of gemcabene .	No significant differences were found in serum HDL @DRUG$ or @DRUG$ levels in the TG >/=200 mg / dl groups that received 600 or 900 mg of gemcabene , or in TG < 200 mg / dl groups administered any dose of gemcabene .	0
0	After injection of a radiolabeled long-acting somatostatin analog, (111)In-@DRUG$, scintigraphic tumor imaging can ben performed @DRUG$ well as intraoperative tumor localization.	After injection of a radiolabeled long acting somatostatin analog , ( 111 ) In - @DRUG$ , scintigraphic neoplasm imaging can ben performed @DRUG$ well as intraoperative neoplasm localization .	long-acting injection of a radiolabeled After somatostatin analog , ( 111 ) In - @DRUG$ , scintigraphic as imaging can ben performed @DRUG$ well tumor intraoperative tumor localization .	After injection of a radiolabeled long-acting somatostatin analog ( 111 ) In - @DRUG$ , scintigraphic tumor imaging can performed @DRUG$ well as intraoperative tumor localization .	After injection of a radiolabeled long-acting somatostatin analog, scintigraphic tumor imaging can be performed as well as intraoperative tumor localization.	1
0	Skin rash and bronchoalveolar histology correlates with clinical benefit in patients treated with @DRUG$ @DRUG$ a therapy for previously treated advanced or metastatic non-small cell lung cancer.	scramble foolhardy and bronchoalveolar histology correlates with clinical benefit in patients treated with @DRUG$ @DRUG$ a therapy for previously treated advanced or metastatic non-small cell lung cancer .	Skin rash and bronchoalveolar histology correlates with with benefit in patients treated clinical @DRUG$ @DRUG$ a therapy for previously treated advanced or metastatic non-small cancer lung cell .	Skin rash and bronchoalveolar histology correlates with clinical benefit patients treated @DRUG$ @DRUG$ a therapy for previously treated advanced or metastatic non-small cell lung cancer .	Patients who take @DRUG$ in combination with @DRUG$ are more likely to experience a skin rash and bronchoalveolar histology (a type of tissue damage), but they are also more likely to experience a clinical benefit (such as a longer life expectancy) than patients who take DR	0
0	Contrarily, 2'-@DRUG$-@DRUG$ did not cross-link to both RNA strands.	Contrarily , 2'-@DRUG$ -@DRUG$ did not cross-link to both RNA ground .	Contrarily , 2'-@DRUG$ -@DRUG$ did not cross-link to RNA both strands .	Contrarily , 2'-@DRUG$ -@DRUG$ did not cross-link to both RNA strands .	Contrarily, 2'-@DRUG$-@DRUG$ did not cross-link to both RNA strands.	0
0	Mean increase in Hb was 2.4 g/dl (95% confidence interval [CI], 2.1-2.7) for FG (@DRUG$ = .0092 vs. oral iron; p = .0044 vs. no @DRUG$), 1.6 g/dl (95% CI, 1.1-2.1) for oral iron (p =.7695 vs. no iron), and 1.5 g/dl (95% CI, 1.1-1.9) for no iron.	miserly increment in haemoglobin was 2.4 g/dl ( 95 % confidence musical interval [ one hundred one ] , 2.1-2.7 ) for FG ( @DRUG$ = .0092 vs. viva smoothing iron ; p = .0044 vs. no @DRUG$ ) , 1.6 g/dl ( 95 % one hundred one , 1.1-2.1 ) for viva smoothing iron ( p =.7695 vs. no smoothing iron ) , and 1.5 g /dl ( 95 % one hundred one , 1.1-1.9 ) for no smoothing iron .	Mean increase in Hb was 2.4 g/dl ( 95 % confidence interval iron CI ] , 2.1-2.7 ) for , ( @DRUG$ = .0092 no oral iron no p = .0044 vs. ; @DRUG$ ) , 1.6 g/dl 95 95 % CI , 1.1-2.1 ) for oral iron ( p vs. =.7695 no [ ) FG and 1.5 ) /dl ( ( % CI , 1.1-1.9 g for vs. iron .	Mean in Hb was 2.4 g/dl ( 95 % interval [ CI ] , 2.1-2.7 ) FG ( @DRUG$ = .0092 vs. oral ; p = .0044 vs. no @DRUG$ ) , 1.6 ( 95 % CI , 1.1-2.1 ) oral iron ( p vs. no iron ) , and 1.5 g /dl ( 95 % CI , 1.1-1.9 ) for .	FG ( @DRUG$ = .0092 vs. oral iron ; p = .0044 vs. no @DRUG$ )"This means that the mean increase in Hb was 2.4 g/dl when DRUGA was used, compared to when oral iron was used.	0
0	METHODS: Phase I pharmacokinetic trial of ONT-093 in doses from 300 to 500 @DRUG$ administered before and after intravenous paclitaxel doses of 150 to 175 mg/@DRUG$(2) repeated every 21 days.	METHODS : phase angle I pharmacokinetic trial of ONT -093 in doses from ccc to 500 @DRUG$ administered before and after intravenous paclitaxel doses of 150 to 175 mg / @DRUG$ ( 2 ) recapitulate every 21 days .	METHODS : Phase I pharmacokinetic trial of ONT -093 in of from ( to 500 @DRUG$ administered before and after intravenous paclitaxel doses doses 150 to 175 mg / @DRUG$ days 2 ) repeated every 21 300 .	METHODS : Phase I pharmacokinetic trial of ONT -093 doses from 300 500 @DRUG$ administered before and after intravenous paclitaxel doses of to 175 mg / @DRUG$ ( 2 ) repeated every 21 days .	The study found that ONT-093 did not affect the pharmacokinetics of paclitaxel, meaning that the levels of the drug in the blood were not changed.	1
1	A marked interaction of @DRUG$ is found when @DRUG$ or aluminium hydroxide are concurrently administered with the beta blocker whereas cimetidine does not influence atenolol kinetics.	A marked interaction of @DRUG$ is found when @DRUG$ or al hydroxide are concurrently administered with the beta blocker whereas cimetidine does not influence tenormin kinetics .	A marked interaction of @DRUG$ is found when @DRUG$ or not hydroxide are concurrently administered with the beta blocker aluminium cimetidine does whereas influence atenolol kinetics .	A marked interaction of @DRUG$ is found when @DRUG$ or aluminium hydroxide concurrently administered with the beta blocker whereas cimetidine does not influence atenolol kinetics .	When @DRUG$ and @DRUG$ are taken together, the effects of DRUGA are increased. However, when DRUGA and cimetidine are taken together, the effects of DRUGA are not changed.	0
0	@DRUG$, used @DRUG$ a 0.05% foliar cover spray, was found between 0.02 and 0.23 mg/m(3) in air 10 m downwind from spray activity and was unlikely to pose a significant risk to residents, since exposures were of short durations of up to 20 min.	@DRUG$ , used @DRUG$ a 0.05 % foliar cover spray , was found between 0.02 and 0.23 mg / m( 3 ) in air 10 metre downwind from spray natural action and was unlikely to beat a significant put on the line to residents , since exposures were of short length of up to 20 min .	@DRUG$ , used @DRUG$ a 0.05 % , cover spray foliar was found pose , and 0.23 activity to m( 3 ) in air 10 m downwind from spray mg and was unlikely / between a significant risk to residents 0.02 since exposures were of short durations of up to 20 min .	@DRUG$ , used @DRUG$ a % foliar cover spray , was found between 0.02 and 0.23 mg / m( 3 ) in air 10 m downwind from spray activity to pose a significant risk to , since exposures were of short durations of up to 20 min .	@DRUG$ was found between 0.02 and 0.23 mg / m( 3 ) in air 10 m downwind from spray activity and was unlikely to pose a significant risk to residents, since exposures were of short durations of up to 20 min.	1
0	Clinically, it is administered @DRUG$ a depot form once fortnightly by intramuscular (i.@DRUG$.) injection.	Clinically , it is distribute @DRUG$ a depot form once fortnightly by intramuscular ( i.@DRUG$ . ) injection .	, Clinically it is administered @DRUG$ a depot form once fortnightly by intramuscular ( i.@DRUG$ . ) injection .	Clinically , it is administered @DRUG$ a depot form once fortnightly by intramuscular ( i.@DRUG$ . injection .	Clinically, @DRUG$ is administered as a depot form once fortnightly by intramuscular injection.	1
0	In the present study we compared the effect of a @DRUG$-containing emollient (Locobase(@DRUG$) Repair) with a control emollient (vaselinum album/cremor lanette ana) and untreated damaged skin using clinical, bioengineering and immunohistochemical methods in two different models of experimentally induced skin barrier dysfunction.	In the present study we compared the effect of a @DRUG$ - containing emollient ( Locobase ( @DRUG$ ) Repair ) with a contain emollient ( vaselinum record album / cremor lanette ana ) and untreated damaged skin using clinical , bioengineering and immunohistochemical method in  unlike models of experimentally induced skin barrier dysfunction .	methods / present study we compared the effect of a @DRUG$ , containing emollient ( Locobase ( @DRUG$ ) Repair ) with a control emollient ( vaselinum album the cremor lanette ana of and untreated damaged skin using clinical - bioengineering and induced In in two different models ) experimentally immunohistochemical skin barrier dysfunction .	In the present study we compared the of @DRUG$ - containing emollient ( Locobase ( @DRUG$ ) Repair ) with control emollient ( album / lanette ) and untreated damaged skin using clinical , bioengineering and immunohistochemical methods in two different of experimentally induced barrier dysfunction .	We found that the @DRUG$ - containing emollient was more effective than the control emollient in repairing the skin barrier , and that it also had a protective effect against the development of skin inflammation .	1
0	RESULTS: @DRUG$ (0.05-0.2 @DRUG$/kg, subcutaneous [s.c.]) induced a dose-dependent suppression of CAR (no escape failures recorded) and did not induce catalepsy.	answer : @DRUG$ ( 0.05 - 0.2 @DRUG$ / kg , subcutaneous [ s.c. ] ) induce a dose-dependent suppression of automobile ( no escape failures recorded ) and did not induce catalepsy .	RESULTS : @DRUG$ ( 0.05 - 0.2 @DRUG$ / kg , subcutaneous [ failures escape ) induced a CAR suppression of dose-dependent ( no ] s.c. recorded ) and did not induce catalepsy .	RESULTS : @DRUG$ ( 0.05 - 0.2 @DRUG$ / kg , subcutaneous [ s.c. ] ) induced a dose-dependent suppression of CAR ( no escape failures ) and did not induce catalepsy .	The higher the dose of @DRUG$, the more it suppresses CAR (no escape failures recorded), and it does not induce catalepsy.	1
0	Oral medications comprise centrally acting agents, such @DRUG$ baclofen, @DRUG$, and tizanidine, as well as anticonvulsants such as benzodiazepines and gabapentin and peripherally acting dantrolene.	Oral medicament comprise centrally acting agents , such @DRUG$ baclofen , @DRUG$ , and tizanidine , as well as anticonvulsants such as benzodiazepine and neurontin and peripherally acting dantrolene .	Oral medications peripherally centrally acting agents as such @DRUG$ baclofen , @DRUG$ , and tizanidine , , and as anticonvulsants such as benzodiazepines and gabapentin well comprise acting dantrolene .	Oral comprise centrally agents , such @DRUG$ baclofen , @DRUG$ , and tizanidine , as well as such as benzodiazepines and and peripherally acting dantrolene	Oral medications that act centrally (in the brain) include @DRUG$ (baclofen, tizanidine) and @DRUG$ (benzodiazepines, gabapentin). Oral medications that act peripherally (outside the brain) include dantrolene.	0
1	BACKGROUND: Patients on chronic anticonvulsant drugs are relatively resistant to certain nondepolarizing neuromuscular blockers such as pancuronium, vecuronium, @DRUG$, doxacurium, or metocurine, but not resistant to mivacurium and @DRUG$.	background signal : patient role on chronic anticonvulsant drugs are relatively resistant to sealed nondepolarizing neuromuscular blockers such as pancuronium , vecuronium , @DRUG$ , doxacurium , or metocurine , but not resistant to mivacurium and @DRUG$ .	BACKGROUND : Patients on chronic anticonvulsant drugs are relatively resistant to certain to neuromuscular blockers such as pancuronium , vecuronium or @DRUG$ , doxacurium , , metocurine , but nondepolarizing resistant not mivacurium and @DRUG$ .	BACKGROUND Patients on chronic drugs are relatively resistant certain nondepolarizing neuromuscular blockers such as pancuronium , vecuronium , @DRUG$ , , or metocurine , but not resistant to mivacurium @DRUG$ .	Patients on chronic anticonvulsant drugs are relatively resistant to certain nondepolarizing neuromuscular blockers such as pancuronium, vecuronium, @DRUG$, doxacurium, or metocurine, but not resistant to mivacurium	1
0	@DRUG$ kinetics were studied after single doses (intravenous and oral, 0.5 mg) and after increasing multiple doses (0.5 to 5 @DRUG$ three times daily) in eight patients with hypertension.	@DRUG$ kinetics were studied after i doses ( intravenous and oral , 0.5 mg ) and after increasing multiple doses ( 0.5 to 5 @DRUG$ three times daily ) in ogdoad patients with high blood pressure .	@DRUG$ kinetics were studied after single doses ( in and oral , 0.5 mg ) and to increasing multiple doses ( 0.5 after 5 @DRUG$ patients times daily ) intravenous eight three with hypertension .	@DRUG$ kinetics were studied after single doses intravenous and oral mg ) and after increasing multiple doses 0.5 to 5 @DRUG$ three times daily ) in eight patients with hypertension .	The kinetics of @DRUG$ were studied after single doses ( intravenous and oral , 0.5 mg ) and after increasing multiple doses ( 0.5 to 5 @DRUG$ three times daily ) in eight patients with hypertension .	0
0	Those which delivered premature/stillborn foals had low @DRUG$ and a high sodium/@DRUG$ ratio in the pre-partum milk.	Those which delivered premature / stillborn foals had depleted @DRUG$ and a high sodium / @DRUG$ ratio in the pre-partum milk river .	Those which delivered milk / stillborn sodium had low @DRUG$ and a high foals / @DRUG$ ratio in the pre-partum premature .	Those which delivered premature / stillborn foals had low @DRUG$ and a high sodium / @DRUG$ ratio in the pre-partum milk .	The higher the @DRUG$ level, the lower the @DRUG$ level.	0
0	Background: Anti-cytokine therapies such @DRUG$ adalimumab, tocilizumab, and the small molecule JAK inhibitor @DRUG$ have proven that cytokines and their subsequent downstream signaling processes are important in the pathogenesis of rheumatoid arthritis.	background signal : Anti-cytokine therapies such @DRUG$ adalimumab , tocilizumab , and the small molecule JAK inhibitor @DRUG$ have proven that cytokines and their subsequent downstream signaling processes are of import in the pathogenesis of creaky arthritis .	Background : Anti-cytokine therapies such @DRUG$ inhibitor , tocilizumab , and the small molecule JAK adalimumab @DRUG$ have proven downstream cytokines and their are that signaling processes subsequent important in the pathogenesis of rheumatoid arthritis .	Background : therapies such adalimumab , tocilizumab , and the small molecule inhibitor @DRUG$ have proven that cytokines and their subsequent downstream signaling processes are important in the pathogenesis of rheumatoid arthritis .	Anti-cytokine therapies such as adalimumab, tocilizumab, and the small molecule JAK inhibitor have proven that cytokines and their subsequent downstream signaling processes are important in the pathogenesis of rheumatoid arthritis.	1
0	White leghorn laying hens were exposed to weekly dermal applications of either 1 mg @DRUG$/kg (FEN; low dose) or 4 mg FEN/kg (high dose) for 24 @DRUG$ with the objective of evaluating chronic FEN toxicity.	White leghorn laying hens were exhibit to weekly dermal applications of either 1 mg @DRUG$ / kg ( FEN ; low zen ) or 4 mg FEN / kg ( high zen ) for 24 @DRUG$ with the objective lens of evaluating chronic FEN perniciousness .	White ) laying hens were exposed FEN weekly dermal applications of either 1 mg @DRUG$ / kg ( to ; low or ) dose 4 mg of / kg ( high dose leghorn for 24 @DRUG$ with the objective FEN evaluating chronic FEN toxicity .	White laying hens were exposed to weekly dermal applications of either 1 mg @DRUG$ / kg ( FEN ; low dose ) or mg FEN / kg ( high dose ) for 24 @DRUG$ the objective of evaluating chronic FEN toxicity .	White leghorn laying hens were exposed to weekly dermal applications of either 1 mg @DRUG$ / kg ( FEN ; low dose ) or 4 mg FEN / kg ( high dose ) for 24 @DRUG$ with the objective of evaluating chronic FEN toxicity ."In other	0
0	Fractional protein synthesis rate (FSR) was higher (@DRUG$ less than .06) in @DRUG$-fed pigs (6.1%/d) than in control pigs (4.4%/d).	Fractional protein synthesis value ( FSR ) was higher ( @DRUG$ to a lesser extent than .06 ) in @DRUG$ - fed pigs ( 6.1 % / viosterol ) than in control pigs ( 4.4% /d ) .	Fractional pigs ( rate ( FSR ) was higher ( @DRUG$ less ( .06 ) in @DRUG$ - fed pigs synthesis 6.1 % / d ) than in control protein than 4.4% /d ) .	Fractional protein synthesis rate FSR was higher ( @DRUG$ less than .06 ) in @DRUG$ - fed pigs ( 6.1 % / ) than in pigs ( 4.4% /d ) .	Fractional protein synthesis rate ( FSR ) was higher ( @DRUG$ less than .06 ) in @DRUG$ - fed pigs ( 6.1 % / d ) than in control pigs ( 4.4% /d ) ."In other words, DRUGA inhibits protein	0
1	These central receptors are stimulated by @DRUG$, guanfacine and various related compounds, and also by @DRUG$, generated in vivo upon biotransformation of alpha-methyldopa within the brain.	These central sensory receptor are stimulated by @DRUG$ , guanfacine and various related heighten , and also by @DRUG$ , generated in vivo upon biotransformation of alpha-methyldopa inside the brain .	These central receptors are also by @DRUG$ , guanfacine and generated related compounds , and stimulated upon @DRUG$ , various in vivo by biotransformation of alpha-methyldopa within the brain .	These central receptors are stimulated by @DRUG$ , guanfacine and various related compounds , and by @DRUG$ , generated in vivo biotransformation of alpha-methyldopa the brain .	@DRUG$ stimulates central receptors that are also stimulated by @DRUG$, which is generated in the brain upon biotransformation of alpha-methyldopa.	0
0	These results show that the cloned Ntcp can mediate Na(+)-dependent uptake of all physiological bile salts @DRUG$ well as of the steroid conjugate estrone 3-@DRUG$.	These results show that the cloned Ntcp can mediate Na ( + ) - pendant uptake of all physiologic bile salts @DRUG$ good as of the steroid conjugate estrone 3 - @DRUG$ .	all results show that the cloned Ntcp can mediate Na ( + 3 the dependent uptake of These physiological bile salts @DRUG$ well as of - steroid conjugate estrone ) - @DRUG$ .	These results show that the cloned Ntcp can mediate ( + ) - dependent uptake of all physiological bile salts @DRUG$ well as of the steroid conjugate estrone 3 - @DRUG$ .	The cloned Ntcp can mediate Na ( + ) - dependent uptake of all physiological bile salts @DRUG$ as well as of the steroid conjugate estrone 3 - @DRUG$ .	0
1	METHODS: Blinded @DRUG$ or placebo was given orally once daily at a 50-@DRUG$ starting dose in 6-week cycles with 4 weeks on and 2 weeks off treatment.	METHODS : Blinded @DRUG$ or placebo was given orally once casual at a fifty - @DRUG$ starting dose in 6 - week cycle per second with 4 weeks on and 2 weeks off treatment .	METHODS : 2 @DRUG$ or placebo was given orally once daily with a 50 - @DRUG$ starting dose in 6 - week 4 at cycles weeks on and Blinded weeks off treatment .	METHODS Blinded @DRUG$ or placebo was given orally once daily 50 @DRUG$ starting dose in 6 - week cycles with 4 weeks on and 2 weeks off treatment .	@DRUG$ is a drug that is given orally once daily at a 50 - @DRUG$ starting dose in 6 - week cycles with 4 weeks on and 2 weeks off treatment .	0
0	In CKD stage, 3-4 moderate doses of calcitriol are effective to control secondary hyperparathyroidism and observational studies suggest that calcitriol therapy increases survival and slows the progression of renal disease as long @DRUG$ phosphate and @DRUG$ levels are controlled.	inwards CKD stage , 3 - 4 moderate dosage of calcitriol are effectual to control secondary hyperparathyroidism and observational studies suggest that calcitriol therapy increases survival and slows the progression of renal disease as long @DRUG$ phosphate and @DRUG$ level off are controlled .	controlled CKD stage , 3 - 4 effective doses of calcitriol are moderate to control therapy hyperparathyroidism and observational studies In that calcitriol secondary increases survival and slows the progression of renal disease as long @DRUG$ phosphate and @DRUG$ levels are suggest .	In CKD stage , 3 - moderate doses of calcitriol are effective to control secondary hyperparathyroidism observational studies suggest that calcitriol therapy increases survival and the progression of renal disease as long @DRUG$ phosphate and @DRUG$ levels are controlled .	In CKD stage 3-4, moderate doses of calcitriol are effective in controlling secondary hyperparathyroidism. Observational studies suggest that calcitriol therapy increases survival and slows the progression of renal disease as long as @DRUG$ phosphate and @DRUG$ levels are controlled.	0
0	@DRUG$ and @DRUG$ exposures at clinical doses were simulated based on the population model.	@DRUG$ and @DRUG$ exposures at clinical doses were simulated based on the universe model .	@DRUG$ and @DRUG$ exposures based clinical doses were simulated at on the population model .	@DRUG$ and @DRUG$ exposures clinical were simulated based on population model .	We simulated how much of each drug people would be exposed to if they took the drug as prescribed.	1
0	The influence of @DRUG$, florfenicol, @DRUG$ and E. coli LPS interaction on T and B cells subset in chicks.	The influence of @DRUG$ , florfenicol , @DRUG$ and E. coli lp fundamental interaction on T and B cells subset in chicks .	The influence of @DRUG$ , florfenicol , @DRUG$ and E. coli LPS B on T and interaction cells in subset chicks .	influence of @DRUG$ , florfenicol , @DRUG$ and E. coli LPS interaction on T and B cells subset in chicks .	The influence of @DRUG$ on the interaction between florfenicol and @DRUG$ , and the effect of this interaction on T and B cells subset in chicks .	0
0	The system had a linear dynamic range of 10-150 ng mL(-1), with a detection limit of 3.3 @DRUG$ mL(-1) and an R.S.@DRUG$. below 3% (n = 10).	The system had a linear dynamic wander of 10 - one hundred fifty ng mL ( - 1 ) , with a detection specify of 3.3 @DRUG$ mL ( - 1 ) and an R.S.@DRUG$ . below 3 % ( nitrogen = 10 ) .	The system ( of linear dynamic range a 10 - 150 ng mL had - 1 ) , with a detection ) of 3.3 @DRUG$ 10 ( - 1 limit and an R.S.@DRUG$ . below 3 % ( n = mL ) .	The system had a linear dynamic range of - 150 mL ( 1 ) , with a detection limit of 3.3 @DRUG$ mL ( - 1 ) and an R.S.@DRUG$ . 3 % ( n = 10 ) .	The system had a linear dynamic range of 10 - 150 ng mL ( - 1 ) , with a detection limit of 3.3 @DRUG$ mL ( - 1 ) and an R.S.@DRUG$ . below 3 % ( n = 10 ) ."This means that the system	0
0	Western diets are deficient in @DRUG$, and have excessive amounts of @DRUG$ compared with the diet on which human beings evolved and their genetic patterns were established.	horse opera dieting are deficient in @DRUG$ , and have excessive amounts of @DRUG$ compared with the diet on which human beings evolved and their genetic patterns were established .	Western diets are deficient in @DRUG$ , and have with amounts of @DRUG$ compared excessive the diet on which human beings evolved and genetic their patterns were established .	Western diets are deficient in @DRUG$ , and have excessive amounts of @DRUG$ compared the on which human beings evolved and their genetic patterns were established .	Western diets are deficient in the nutrient @DRUG$ and have excessive amounts of the nutrient @DRUG$ compared with the diet on which human beings evolved and their genetic patterns were established .	0
1	In this Article, we report the safety and preliminary activity results from this phase 1 trial in all patients with HER2-positive advanced-stage breast cancer with previous @DRUG$ treatment who received @DRUG$ deruxtecan at the recommended doses for expansion.	indiana this Article , we report the safety and prelim activity results from this form 1 trial in all patients with HER2 - positive advanced - stage breast cancer with previous @DRUG$ treatment who received @DRUG$ deruxtecan at the recommended cupids itch for expansion .	the this Article , we breast In safety and preliminary activity results from this doses 1 trial in all patients with HER2 report positive advanced - stage - cancer with previous @DRUG$ treatment who received @DRUG$ deruxtecan at the recommended phase for expansion .	In this Article , report the safety preliminary activity results from this phase 1 trial in all patients with HER2 - positive advanced - stage breast cancer with previous @DRUG$ treatment who received @DRUG$ deruxtecan at the recommended doses for expansion .	We found that @DRUG$ is safe and effective when used in combination with @DRUG$ in patients with HER2-positive advanced-stage breast cancer.	0
0	A multiclass/multiresidue method has been developed and validated for the determination of 21 veterinary drug residues in shrimp, including sulfonamides (sulfadiazine, sulfamerazine, sulfamethazine, sulfachloropyridazine, sulfadimethoxine, and sulfaquinoxaline); tetracyclines (@DRUG$, tetracycline, and chlortetracycline); (fluoro)quinolones (norfloxacin, ciprofloxacin, enrofloxacin, sarafloxacin, difloxacin, @DRUG$, oxolinic acid, and nalidixic acid); and cationic dyes (malachite green, gentian violet, leucomalachite green, and leucogentian violet), using HPLC/MS/MS.	type a multiclass / multiresidue method has been developed and validated for the decision of 21 veterinary dose residues in shrimp , including sulfa drug ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine , and sulfaquinoxaline ) ; achromycin ( @DRUG$ , achromycin , and chlortetracycline ) ; ( fluoro ) quinolones ( norfloxacin , cipro , enrofloxacin , sarafloxacin , difloxacin , @DRUG$ , oxolinic virulent , and nalidixic virulent ) ; and cationic dyes ( malachite commons , gentian violet , leucomalachite commons , and leucogentian violet ) , using HPLC / MS / MS .	A multiclass / multiresidue dyes has been developed and sarafloxacin for the determination of 21 veterinary drug residues in shrimp , including sulfonamides sulfaquinoxaline sulfadiazine , using , sulfamethazine , , , sulfadimethoxine , and , ; ; tetracyclines ( @DRUG$ , tetracycline , and chlortetracycline ) method ( fluoro ) quinolones ( norfloxacin sulfachloropyridazine ciprofloxacin , enrofloxacin , validated , difloxacin , @DRUG$ , oxolinic acid , and nalidixic acid ) ; and cationic ) ( malachite green ( gentian violet , leucomalachite green , and leucogentian violet ) , sulfamerazine HPLC / MS / MS .	A multiclass multiresidue has been developed and validated for the determination of 21 veterinary drug residues in shrimp , including sulfonamides ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine , sulfaquinoxaline ) ; tetracyclines ( @DRUG$ , tetracycline , chlortetracycline ) ; ( ) quinolones ( norfloxacin , ciprofloxacin , enrofloxacin , sarafloxacin , difloxacin , @DRUG$ , oxolinic acid , acid ) and cationic dyes ( malachite green , gentian violet leucomalachite green , leucogentian ) , using HPLC / MS / MS .	A multiclass / multiresidue method has been developed and validated for the determination of 21 veterinary drug residues in shrimp , including sulfonamides ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine ,	1
0	Survival was associated with male gender, working @DRUG$ a healthcare worker, history of hypertension, vomiting on admission, elevated respiratory rate, abnormal lung exam, elevated alanine transaminase (ALT), clearance of MERS-CoV on repeat PCR polymerase chain reaction (PCR) testing, and @DRUG$ treatment.	Survival was assort with male gender , working @DRUG$ a healthcare worker , history of hypertension , cat on admission , elevated respiratory rate , abnormal lung exam , elevated alanine transaminase ( el ) , headway of MERS - CoV on repeat PCR polymerase chain response ( PCR ) testing , and @DRUG$ treatment .	respiratory with associated was male gender , working @DRUG$ a healthcare worker , history of testing , vomiting on admission , elevated Survival alanine , abnormal lung exam , , rate transaminase ( ALT ) elevated clearance of MERS - CoV on repeat PCR polymerase chain reaction ( PCR ) hypertension , and @DRUG$ treatment .	Survival was associated with male gender , working @DRUG$ a healthcare worker , history of hypertension , vomiting on admission , elevated respiratory rate , abnormal lung exam , elevated alanine transaminase ( ALT ) , clearance of MERS - CoV on repeat polymerase chain reaction ( PCR ) testing and @DRUG$ treatment .	The study found that survival was associated with certain factors, including being male, working as a healthcare worker, having a history of hypertension, vomiting on admission, an elevated respiratory rate, an abnormal lung exam, an elevated ALT, and clearance of the MERS-CoV on repeat PCR testing.	1
0	RESULTS: The study population comprised 165 patients (@DRUG$ and placebo, n=82; PipCit, n=83) with a mean baseline Montgomery-Asberg Depression Rating Scale (MADRS) score of 32.6 (s.@DRUG$.=5.5).	solvent : The canvass population comprised 165 patient role ( @DRUG$ and placebo , n=82 ; PipCit , n=83 ) with a mean service line Montgomery - Asberg Depression Rating Scale ( MADRS ) score of 32.6 ( s.@DRUG$ . =5.5 ) .	RESULTS : ) study population comprised 165 patients @DRUG$ ( and placebo Rating n=82 ; ) , n=83 PipCit with a mean baseline Montgomery - Asberg Depression , Scale ( MADRS ) score of 32.6 ( s.@DRUG$ . =5.5 The .	: The study population comprised 165 patients ( @DRUG$ and placebo n=82 ; PipCit , n=83 ) with a mean baseline Montgomery - Rating Scale ( MADRS ) 32.6 ( s.@DRUG$ . =5.5 ) .	The study population comprised 165 patients ( @DRUG$ and placebo , n=82 ; PipCit , n=83 ) with a mean baseline Montgomery - Asberg Depression Rating Scale ( MADRS ) score of 32.6 ( s.@DRUG$ . =5.5 ) .	0
0	XP13512 [(+/-)-1-([(alpha-isobutanoyloxyethoxy)carbonyl] aminomethyl)-1-cyclohexane @DRUG$], a novel @DRUG$ prodrug: II.	XP13512 [(+/-)-1-([ ( alpha-isobutanoyloxyethoxy ) carbonylic ] aminomethyl ) - 1-cyclohexane @DRUG$ ] , a novel @DRUG$ prodrug : two .	XP13512 [(+/-)-1-([ ( alpha-isobutanoyloxyethoxy ) ) ] aminomethyl carbonyl - 1-cyclohexane @DRUG$ ] , II novel @DRUG$ prodrug : a .	XP13512 [(+/-)-1-([ ( alpha-isobutanoyloxyethoxy ) ] aminomethyl ) - 1-cyclohexane @DRUG$ ] , a novel @DRUG$ prodrug : II	XP13512 [(+/-)-1-([ ( alpha-isobutanoyloxyethoxy ) carbonyl ] aminomethyl ) - 1-cyclohexane @DRUG$ ] is a novel @DRUG$ prodrug that is converted to the active drug, DR	0
0	Effect of triamterene on the renal clearance of @DRUG$, @DRUG$, phosphate, and uric acid in man.	set up of triamterene on the renal clearance of @DRUG$ , @DRUG$ , phosphate , and uric elvis in man .	Effect of triamterene on the renal clearance of @DRUG$ , @DRUG$ acid phosphate man and uric , in , .	Effect of on the renal clearance of @DRUG$ , @DRUG$ , , and uric acid in man .	The effect of triamterene on the renal clearance (ability to be removed by the kidneys) of @DRUG$ , @DRUG$ , phosphate , and uric acid in humans.	0
0	Total @DRUG$ and low-density lipoprotein-cholesterol increased in methylprednisone-treated patients by 9.9% (P<0.05) and 12.5% (@DRUG$<0.025).	tally @DRUG$ and low-density lipoprotein-cholesterol increased in methylprednisone-treated patient by 9.9 % ( P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) .	Total @DRUG$ and low-density in increased lipoprotein-cholesterol methylprednisone-treated patients 9.9 by % ( P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) .	Total @DRUG$ and low-density lipoprotein-cholesterol increased in methylprednisone-treated patients by 9.9 % ( P<0.05 ) and 12.5 % @DRUG$ < 0.025 ) .	Total @DRUG$ and low-density lipoprotein-cholesterol increased in methylprednisone-treated patients by 9.9 % ( P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) ."In other words, DRUGA and	0
1	The interaction of @DRUG$ with oral anticoagulants and @DRUG$ has not been clearly established in clinical practice.	The interaction of @DRUG$ with oral examination anticoagulants and @DRUG$ has not been clearly established in clinical practice .	The interaction of @DRUG$ with oral anticoagulants and @DRUG$ has not clearly been established in clinical practice .	interaction of @DRUG$ with oral anticoagulants and @DRUG$ has not been clearly established in clinical practice .	We're not sure how these drugs interact with each other, so be careful if you're taking them together.	1
0	Oxidation of tamoxifen by human flavin-containing monooxygenase (FMO) 1 and FMO3 to @DRUG$-N-oxide and its novel reduction back to tamoxifen by human cytochromes P450 and @DRUG$.	oxidisation of tamoxifen by man flavin-containing monooxygenase ( FMO ) unity and FMO3 to @DRUG$ - N-oxide and its novel reduction back to tamoxifen by man cytochromes P450 and @DRUG$ .	and ) tamoxifen by human flavin-containing monooxygenase novel FMO of 1 and FMO3 to @DRUG$ - N-oxide and its ( reduction back to tamoxifen by human cytochromes P450 Oxidation @DRUG$ .	Oxidation of tamoxifen by human flavin-containing monooxygenase ( FMO ) 1 and to @DRUG$ - N-oxide and its novel reduction back to tamoxifen by human cytochromes P450 and @DRUG$ .	Oxidation of tamoxifen by human flavin-containing monooxygenase ( FMO ) 1 and FMO3 to @DRUG$ - N-oxide and its novel reduction back to tamoxifen by human cytochromes P450 and @DRUG$ .	0
0	The stability of florfenicol after dilution of @DRUG$ Drinking Water Concentrate Oral Solution, 23 @DRUG$/mL, with drinking water was studied.	The constancy of florfenicol after dilution of @DRUG$ Drinking Water Concentrate Oral Solution , 23 @DRUG$ / mL , with drinking water supply was studied .	The studied of florfenicol of dilution after @DRUG$ Drinking Water Concentrate Oral Solution , 23 @DRUG$ / mL , with drinking water was stability .	The stability of florfenicol after dilution of @DRUG$ Drinking Water Concentrate Oral Solution , 23 @DRUG$ / mL , with drinking water was studied .	The stability of florfenicol after dilution of @DRUG$ Drinking Water Concentrate Oral Solution , 23 @DRUG$ / mL , with drinking water was studied ."DRUGA is stable after dilution with DRUGB.	0
1	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole, (apparent Ki = 1.6 mumol.l-1), warfarin (apparent @DRUG$ = 27 mumol.l-1), piroxicam (apparent Ki = 23 mumol.l-1) and @DRUG$ (apparent Ki = 128 mumol.l-1).	Studies victimization putative specific P450 inhibitor demonstrated inhibition of this chemical reaction by sulfaphenazole , ( apparent Ki = 1.6 mumol .l - ane ) , warfarin ( apparent @DRUG$ = 27 mumol.l - ane ) , piroxicam ( apparent Ki = xxiii mumol .l - ane ) and @DRUG$ ( apparent Ki = 128 mumol .l- ane ) .	Studies using putative specific P450 = demonstrated - of this reaction by ) 27 ( apparent Ki = inhibitors mumol .l inhibition 1 ) , warfarin ( apparent @DRUG$ = , mumol.l - 1 ) , piroxicam ( apparent Ki = 23 mumol .l - 1 ) and @DRUG$ ( apparent Ki 1.6 128 mumol .l- 1 sulfaphenazole .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole ( apparent Ki = 1.6 mumol .l 1 ) , warfarin ( apparent @DRUG$ = 27 1 ) , piroxicam ( apparent Ki = 23 mumol .l - 1 and @DRUG$ ( Ki = 128 mumol .l- 1 ) .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole, ( apparent Ki = 1.6 mumol.l-1 ), warfarin ( apparent @DRUG$ = 27 mumol.l-1 ), piroxicam ( apparent Ki =	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, @DRUG$, duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/@DRUG$, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This government issue center on the survey choice of do drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , feces - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( man ) ; hMaxi -K , man papillomavirus vaccinum ; Imatinib mesylate , indiplon , i ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , larodopa / carbidopa / @DRUG$ , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - two b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort press out , sunitinib malate ; tadalafil , tanaproget , genus taxus , tiotropium banality , treprostinil atomic number  ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	desloratadine issue , on the following selection of hMaxi : AAV - , , aprepitant , Dexamet , atomoxetine tanaproget ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan escitalopram Calcipotriol / sunitinib dipropionate , CEA-TRICOM , Pegfilgrastim , ciclesonide , clofarabine , oxalate ; Dalbavancin , darbepoetin alfa NGFbeta A165 hydrobromide , This , aripiprazole , drospirenone , Wort / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride Rasburicase Ecogramostim , efalizumab , ertapenem sodium , ; Cypher , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( ( ) ; drugs -K , human doxorubicin vaccine ; Imatinib mesylate , indiplon , iodine human i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa ; carbidopa / @DRUG$ focuses liposomal papillomavirus ; Nemifitide ditriflutate , nesiritide ; Omalizumab / cetuximab , peginterferon alfa - 2a , peginterferon alfa - 2 b , phVEGF - darifenacin , pimecrolimus , pramlintide acetate ; ; , rimonabant hydrochloride ; Satraplatin , St. John's drospirenone extract , betamethasone malate ; Tadalafil , hydrochloride , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on following selection of drugs : AAV - NGFbeta aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( ) tositumomab irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / @DRUG$ , liposomal doxorubicin ; Nemifitide , nesiritide Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , alfa - 2 b , - , pimecrolimus pramlintide acetate Rasburicase , rimonabant hydrochloride ; Satraplatin , St. Wort extract , sunitinib malate ; Tadalafil , Taxus , tiotropium bromide , treprostinil sodium ; , vardenafil hydrochloride hydrate ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	In patients with CKD (n= 66), the difference in K+ between groups was -0.52 mEq/@DRUG$ (@DRUG$= 0.031), and the incidence of hyperkalaemia was 6.7% RLY5016 vs. 38.5% placebo (P= 0.041).	In patient with CKD ( n= sixty six ) , the conflict in potassium + between groups was - 0.52 mEq / @DRUG$ ( @DRUG$ = 0.031 ) , and the incidence of hyperkalaemia was 6.7 % RLY5016 vs. 38.5 % placebo ( P= 0.041 ) .	In patients with CKD ( placebo 0.031 ) , the 38.5 in K 0.52 between groups was - + mEq / @DRUG$ ( @DRUG$ = 66 ) , and the incidence of hyperkalaemia was 6.7 % RLY5016 vs. difference % n= ( P= 0.041 ) .	In patients with CKD ( n= 66 ) , the difference in K between was - 0.52 mEq / @DRUG$ ( @DRUG$ = 0.031 ) , and the incidence of was 6.7 % RLY5016 vs. % placebo ( P= 0.041 ) .	In patients with CKD, the difference in K+ between groups was -0.52 mEq/@DRUG$ (@DRUG$=0.031), and the incidence of hyperkalaemia was 6.7% RLY5016 vs. 38.5% placebo (P	0
0	This article reviews data from all published double-blind, placebo-controlled clinical trials of @DRUG$ among @DRUG$-dependent outpatients.	This article brushup data from all published twice - blind , placebo-controlled clinical trials of @DRUG$ among @DRUG$ - dependent outpatients .	This - reviews data from all published double article blind among placebo-controlled clinical trials of @DRUG$ , @DRUG$ - dependent outpatients .	This reviews data from all published double - blind placebo-controlled clinical trials of @DRUG$ among @DRUG$ - dependent outpatients .	This article reviews data from all published double - blind , placebo-controlled clinical trials of @DRUG$ among @DRUG$ - dependent outpatients ."DRUGA is effective in treating DRUGB addiction.	0
0	A multiclass/multiresidue method has been developed and validated for the determination of 21 veterinary drug residues in shrimp, including sulfonamides (sulfadiazine, sulfamerazine, sulfamethazine, sulfachloropyridazine, sulfadimethoxine, and @DRUG$); tetracyclines (oxytetracycline, @DRUG$, and chlortetracycline); (fluoro)quinolones (norfloxacin, ciprofloxacin, enrofloxacin, sarafloxacin, difloxacin, flumequine, oxolinic acid, and nalidixic acid); and cationic dyes (malachite green, gentian violet, leucomalachite green, and leucogentian violet), using HPLC/MS/MS.	antiophthalmic factor multiclass / multiresidue method has been developed and validated for the determination of 21 veterinary surgeon dose residues in peewee , admit sulfa ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine , and @DRUG$ ) ; tetracyclines ( oxytetracycline , @DRUG$ , and chlortetracycline ) ; ( fluoro ) quinolones ( norfloxacin , cipro , enrofloxacin , sarafloxacin , difloxacin , flumequine , oxolinic acid , and nalidixic acid ) ; and cationic dyes ( malachite immature , gentian purplish , leucomalachite immature , and leucogentian purplish ) , using HPLC / MS / MS .	A multiclass / multiresidue method has been developed and sulfadimethoxine for the determination of 21 veterinary drug residues in shrimp , including leucogentian ( sulfadiazine , MS , sulfamethazine , HPLC , sulfachloropyridazine , and @DRUG$ ) validated tetracyclines ( oxytetracycline , @DRUG$ , and chlortetracycline MS ; ( fluoro ) quinolones ( norfloxacin , ciprofloxacin acid enrofloxacin , sarafloxacin , difloxacin , sulfonamides , oxolinic , , and nalidixic acid ) ; and cationic dyes ( malachite green , gentian violet , leucomalachite green , and flumequine violet ) , using ; / sulfamerazine / ) .	A multiclass / multiresidue method has been developed and validated the determination of veterinary drug residues in shrimp , including sulfonamides ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine , and @DRUG$ ) ; tetracyclines ( oxytetracycline , @DRUG$ , and chlortetracycline ) ; ( ) quinolones ( norfloxacin , , enrofloxacin , sarafloxacin , difloxacin flumequine , oxolinic acid , and nalidixic acid ) ; and cationic malachite green , gentian , leucomalachite green , and leucogentian violet ) , using HPLC / MS MS .	A multiclass / multiresidue method has been developed and validated for the determination of 21 veterinary drug residues in shrimp , including sulfonamides ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine ,	1
0	Fifty patients with CAP values above 250 dB/m were treated once daily with 0.5 @DRUG$ @DRUG$ for 24 weeks.	Fifty patients with CAP valuate above 250 atomic number  / m were treated once daily with 0.5 @DRUG$ @DRUG$ for 24 weeks .	Fifty patients with were values above 250 dB / m CAP treated once daily 0.5 with @DRUG$ @DRUG$ for 24 weeks .	Fifty patients with CAP values above 250 / were treated once with 0.5 @DRUG$ @DRUG$ for 24 .	Fifty patients with CAP values above 250 dB / m were treated once daily with 0.5 @DRUG$ @DRUG$ for 24 weeks ."This means that for every 1 unit of DRUGA, patients received 0.5 units of DRUGB.	0
0	INTERVENTIONS: Random assignment to placebo or coenzyme Q10 at dosages of 300, 600, or 1200 @DRUG$/@DRUG$.	INTERVENTIONS : random assignment to placebo or coenzyme Q10 at dosage of 300 , 600 , or 1200 @DRUG$ / @DRUG$ .	INTERVENTIONS : Random assignment to Q10 or coenzyme at placebo dosages of 300 , 600 , or 1200 @DRUG$ / @DRUG$ .	INTERVENTIONS : Random assignment to placebo or coenzyme Q10 dosages 300 , 600 , or @DRUG$ / @DRUG$	INTERVENTIONS : Random assignment to placebo or coenzyme Q10 at dosages of 300, 600, or 1200 @DRUG$/@DRUG$."This means that the researchers randomly assigned people to either take a placebo or coenzyme Q10 at dosages of 300,	0
0	The similar @DRUG$ and DHPG responses in @DRUG$ and MSA suggests production of NE from LDOPS mainly in non-neuronal cells.	The similar @DRUG$ and DHPG responses in @DRUG$ and MSA advise output of NE from LDOPS mainly in non-neuronal cells .	The suggests @DRUG$ and DHPG responses in @DRUG$ and cells similar production of NE from LDOPS mainly in non-neuronal MSA .	The similar @DRUG$ and DHPG responses in @DRUG$ MSA suggests production of NE from LDOPS mainly in non-neuronal cells .	The similar @DRUG$ and DHPG responses in @DRUG$ and MSA suggests that the production of NE from LDOPS mainly occurs in non-neuronal cells .	0
0	Final report on the safety assessment of aluminum silicate, @DRUG$ silicate, magnesium aluminum silicate, magnesium silicate, @DRUG$ trisilicate, sodium magnesium silicate, zirconium silicate, attapulgite, bentonite, Fuller's earth, hectorite, kaolin, lithium magnesium silicate, lithium magnesium sodium silicate, montmorillonite, pyrophyllite, and zeolite.	Final report on the safety device appraisal of aluminum silicate , @DRUG$ silicate , magnesium aluminum silicate , magnesium silicate , @DRUG$ trisilicate , na magnesium silicate , zirconium silicate , attapulgite , bentonite , melville w fuller 's earthly concern , hectorite , kaolin , lithium magnesium silicate , lithium magnesium na silicate , montmorillonite , pyrophyllite , and zeolite .	Final report on the safety assessment montmorillonite kaolin silicate , @DRUG$ silicate , magnesium aluminum 's , magnesium silicate , @DRUG$ trisilicate , sodium magnesium silicate , zirconium silicate , sodium , bentonite , Fuller silicate earth , hectorite , aluminum , lithium magnesium silicate , lithium magnesium attapulgite silicate , and , pyrophyllite , of zeolite .	report on the safety assessment of aluminum silicate , @DRUG$ silicate , magnesium aluminum silicate , magnesium silicate , @DRUG$ trisilicate , sodium magnesium silicate , zirconium silicate , , bentonite , Fuller 's earth , hectorite , kaolin , lithium magnesium silicate , lithium magnesium sodium silicate , montmorillonite pyrophyllite , and zeolite .	@DRUG$ is a general term for a family of silicate minerals, while @DRUG$ is a specific type of silicate mineral.	0
0	@DRUG$ is a novel highly specific 5-HT1F receptor agonist currently in clinical trials for acute migraine therapy and devoid of vasoconstriction in coronary arteries @DRUG$ determined in a surrogate assay.	@DRUG$ is a novel highly specific 5 - HT1F sensory receptor agonist currently in clinical trials for acute migraine therapy and devoid of vasoconstriction in coronary thrombosis arteries @DRUG$ determined in a alternate assay .	@DRUG$ HT1F highly novel a specific 5 - is receptor agonist currently in clinical trials for acute migraine of and devoid therapy vasoconstriction in coronary arteries @DRUG$ determined in a surrogate assay .	@DRUG$ is a novel highly specific 5 - HT1F receptor agonist currently clinical trials for acute migraine therapy and devoid of vasoconstriction in coronary arteries @DRUG$ determined in surrogate assay .	@DRUG$ is a drug that is currently being tested as a treatment for acute migraines. It is a highly specific agonist for the 5-HT1F receptor, and it does not cause vasoconstriction in coronary arteries.""@DRUG$ is a drug that has	0
0	In conclusion, pralnacasan is effective in the prevention of @DRUG$ @DRUG$ sodium-induced colitis.	In conclusion , pralnacasan is in force in the prevention of @DRUG$ @DRUG$ sodium-induced colitis .	in conclusion , pralnacasan is effective In the prevention of @DRUG$ @DRUG$ sodium-induced colitis .	In conclusion , pralnacasan is effective in prevention of @DRUG$ @DRUG$ colitis .	Pralnacasan is effective in preventing sodium-induced colitis.	1
0	Electron-donating substrates, such @DRUG$ hydrogen gas, @DRUG$, and lactate, stimulated the rate of nitro group reduction, indicating a microbial role.	Electron- donating substrates , such @DRUG$ hydrogen gas , @DRUG$ , and lactate , stimulated the rate of nitro chemical group reduction , indicating a microbic role .	hydrogen donating substrates , such @DRUG$ Electron- gas , @DRUG$ , and lactate , stimulated the rate of nitro group reduction , indicating a microbial role .	Electron- donating substrates , such @DRUG$ hydrogen gas , @DRUG$ , and lactate , stimulated the rate of nitro group reduction , indicating a role	The presence of electron-donating substrates (such as hydrogen gas, @DRUG$, and lactate) stimulated the rate of nitro group reduction, indicating a microbial role.	1
0	In addition to ceftiofur, the following antimicrobial agents or combinations were tested: enrofloxacin, ampicillin, @DRUG$, trimethoprim-sulfadiazine (1:19), erythromycin, lincomycin, spectinomycin, lincomycin-spectinomycin (1:8), tilmicosin, and @DRUG$.	In addition to ceftiofur , the following germicide agents or combinations were tested : enrofloxacin , sk ampicillin , @DRUG$ , trimethoprim-sulfadiazine ( 1:19 ) , ilosone , lincocin , spectinomycin , lincomycin-spectinomycin ( 1:8 ) , tilmicosin , and @DRUG$ .	, addition to ceftiofur 1:8 the following antimicrobial agents or and were lincomycin-spectinomycin : enrofloxacin In ampicillin , @DRUG$ , trimethoprim-sulfadiazine ( 1:19 ) , erythromycin , lincomycin , spectinomycin , tested ( , ) , tilmicosin , combinations @DRUG$ .	In addition to ceftiofur , the following antimicrobial agents or combinations were tested : enrofloxacin , ampicillin , @DRUG$ , trimethoprim-sulfadiazine ( 1:19 ) , erythromycin , lincomycin , spectinomycin , lincomycin-spectinomycin 1:8 ) , tilmicosin , and @DRUG$ .	The antimicrobial agents or combinations that were tested in addition to ceftiofur included enrofloxacin, ampicillin, @DRUG$, trimethoprim-sulfadiazine, erythromycin, lincomycin, spectinomycin, lin	1
0	The biochemical action of @DRUG$ and @DRUG$ is thus similar to that of the allylamine antimycotics naftifine and terbinafine.	The biochemical action of @DRUG$ and @DRUG$ is thus alike to that of the allylamine antimycotic naftifine and terbinafine .	antimycotics biochemical action and @DRUG$ and @DRUG$ is thus similar to that of the allylamine The naftifine of terbinafine .	The biochemical action of @DRUG$ and @DRUG$ is thus similar to that the allylamine antimycotics naftifine and terbinafine	@DRUG$ and @DRUG$ are both antimycotics that work in a similar way.	0
0	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (@DRUG$ less than or equal to .05) than the infected unmedicated controls @DRUG$ well as sulfaquinoxaline, nicarbazine, zoalene, amprolium-ethopabate, clopidol, buquinolate, decoquinate and nequinate medicated groups.	Lasalocid medicated chicks were heavier , converted prey more efficiently , showed less diseased lesions , and had crushed mortality ( @DRUG$ less than or equalise to .05 ) than the taint unmedicated controls @DRUG$ well as sulfaquinoxaline , nicarbazine , zoalene , amprolium - ethopabate , clopidol , buquinolate , decoquinate and nequinate medicated groups .	nicarbazine medicated chicks were nequinate , converted showed more than , feed less or lesions , and had lower mortality ( @DRUG$ less efficiently pathologic equal to .05 ) than the infected unmedicated controls @DRUG$ well as sulfaquinoxaline , Lasalocid , zoalene , amprolium - ethopabate , clopidol , buquinolate , decoquinate and heavier medicated groups .	Lasalocid medicated were heavier , converted feed more efficiently , showed less pathologic lesions , and had lower mortality ( @DRUG$ less than or equal to .05 ) than the infected unmedicated controls @DRUG$ well as sulfaquinoxaline nicarbazine , zoalene , amprolium - ethopabate , clopidol , buquinolate , decoquinate and nequinate medicated groups .	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (@DRUG$ less than or equal to .05) than the infected unmedicated controls @DRUG$, as well as sulfaquinoxaline, nicarbazine,	0
0	O-demethylated formoterol was seen mainly as inactive glucuronide conjugates and deformylated @DRUG$ only as an inactive @DRUG$ conjugate.	O- demethylated formoterol was envision mainly as nonoperational glucuronide conjugates and deformylated @DRUG$ only as an nonoperational @DRUG$ conjugate .	O- demethylated formoterol mainly an was as inactive glucuronide conjugates and deformylated @DRUG$ only as seen inactive @DRUG$ conjugate .	O- demethylated formoterol was seen mainly inactive glucuronide conjugates and deformylated @DRUG$ as an inactive @DRUG$ conjugate .	O- demethylated formoterol was seen mainly as inactive glucuronide conjugates and deformylated @DRUG$ only as an inactive @DRUG$ conjugate .	0
0	After intravenous, intramuscular and oral administration of 25 @DRUG$ 14C-labelled 2-(3-[4-(m-chlorophenyl)-1-piperazinyl]-propyl)-s-triazolo[4,3-a]pyridin-3-(2H)-one-hydrochloride (@DRUG$), plasma levels, elimination and metabolite pattern in plasma and urine were investigated.	After intravenous , intramuscular and oral governing of 25 @DRUG$ 14C-labelled 2-( 3-[ 4-(m-chlorophenyl)-1-piperazinyl]-propyl ) -s-triazolo[4,3-a] pyridin-3 -( 2H ) -one-hydrochloride ( @DRUG$ ) , blood plasma levels , elimination and metabolite pattern in blood plasma and urine were enquire .	After intravenous , 14C-labelled and 2H administration of 25 @DRUG$ and 2-( 3-[ 4-(m-chlorophenyl)-1-piperazinyl]-propyl ) -s-triazolo[4,3-a] pyridin-3 -( oral ) -one-hydrochloride ( @DRUG$ ) , plasma levels , elimination intramuscular metabolite pattern in plasma and urine were investigated .	After intravenous , intramuscular and oral administration of 25 @DRUG$ 14C-labelled 2-( 3-[ 4-(m-chlorophenyl)-1-piperazinyl]-propyl ) -s-triazolo[4,3-a] pyridin-3 -( 2H ) -one-hydrochloride ( @DRUG$ ) , plasma levels , elimination and metabolite pattern in plasma and urine were investigated .	After taking 25 @DRUG$ orally, levels of @DRUG$ in the blood, its elimination, and the metabolites it produces in the blood and urine were studied.	0
1	The efficacy of @DRUG$ (5 or 10 mg/day) is at least equal to that of extended-release (ER) tolterodine (4 @DRUG$/day) in reducing the mean number of micturitions per 24 hours and urgency episodes, and in increasing the volume voided per micturition.	The efficacy of @DRUG$ ( 5 or 10 mg / twenty four hour period ) is at least equal to that of extended - exhaust ( ER ) tolterodine ( 4 @DRUG$ / twenty four hour period ) in reducing the mean number of micturitions per 24 hours and urgency episodes , and in increasing the bulk nullify per urination .	The efficacy of @DRUG$ ( 5 or 10 mg increasing day ) episodes to least equal at that of extended - release ( ER ) tolterodine in 4 @DRUG$ / day ) ( reducing the mean number of micturitions , 24 hours and urgency is per and in / the volume voided per micturition .	The efficacy of @DRUG$ ( 5 or 10 mg / day ) is at least equal that of extended - release ( ER ) tolterodine ( 4 @DRUG$ / day ) in reducing the number of micturitions per 24 hours and urgency episodes , and in increasing the volume voided per micturition .	@DRUG$ is just as effective as ER tolterodine in reducing the number of micturitions and urgency episodes, and increasing the volume voided per micturition.	1
1	The recently published AMBITION trial represents an important forward step towards answering this question by comparing a strategy of first-line combination therapy (ambrisentan and @DRUG$) versus first-line monotherapy (@DRUG$ or tadalafil) in patients with pulmonary arterial hypertension.	The recently published AMBITION tryout represents an important forward step towards suffice this wonder by comparing a scheme of first-line combination therapy ( ambrisentan and @DRUG$ ) versus first- line monotherapy ( @DRUG$ or tadalafil ) in patients with pulmonary arterial hypertension .	The step published AMBITION trial represents an important forward recently towards answering this and patients comparing a strategy of first-line combination therapy ( ambrisentan question @DRUG$ by versus first- line monotherapy ( @DRUG$ or tadalafil ) in ) with pulmonary arterial hypertension .	The recently published AMBITION trial represents important step towards this question by comparing a strategy of first-line combination therapy ( ambrisentan and @DRUG$ ) versus first- line monotherapy ( @DRUG$ or tadalafil ) in patients with pulmonary arterial hypertension .	The recently published AMBITION trial represents an important forward step towards answering this question by comparing a strategy of first-line combination therapy (ambrisentan and @DRUG$) versus first- line monotherapy (@DRUG$ or tadalafil) in patients with pulmonary arterial hypertension.	0
0	During chronic administration to patients with hypertension, hypokalemia was more marked with @DRUG$, 10 mg daily, than with clopamide, 5 mg, or @DRUG$, 500 mg daily.	During chronic organization to patients with high blood pressure , hypokalemia was more marked with @DRUG$ , 10 mg everyday , than with clopamide , 5 mg , or @DRUG$ , 500 mg everyday .	During or administration to patients with hypertension , mg was more marked with @DRUG$ , 10 mg daily , chronic with clopamide , 5 mg , than @DRUG$ , 500 hypokalemia daily .	During chronic administration to patients with , hypokalemia was more marked with @DRUG$ , mg daily , than with clopamide , 5 mg , @DRUG$ , 500 mg daily .	The higher the dose of @DRUG$, the more severe the hypokalemia (low potassium levels) was.	1
0	The usefulness of N-acetyl-L-@DRUG$ (NAT) and N-acetyl-L-cysteine (@DRUG$) as tyrosine and cysteine precursors during intravenous infusion was investigated in humans.	The usefulness of N-acetyl-L-@DRUG$ ( NAT ) and N-acetyl -L-cysteine ( @DRUG$ ) as tyrosine and cysteine precursors during intravenous extract was investigate in humans .	The and of N-acetyl-L-@DRUG$ ( NAT ) and usefulness -L-cysteine ( @DRUG$ ) as tyrosine N-acetyl cysteine precursors during intravenous infusion was investigated in humans .	The usefulness of N-acetyl-L-@DRUG$ ( NAT ) and N-acetyl -L-cysteine ( @DRUG$ ) as tyrosine and cysteine precursors during intravenous infusion was investigated in humans .	The usefulness of N-acetyl-L-tyrosine ( NAT ) and N-acetyl -L-cysteine ( @DRUG$ ) as tyrosine and cysteine precursors during intravenous infusion was investigated in humans .	1
0	Animals were treated with 150 microl of @DRUG$ or @DRUG$ at three time points: (1) 10 minutes before ischemia; (2) 10 minutes before reperfusion; and (3) 2 or 4 hours after reperfusion.	beast were treated with 150 microl of @DRUG$ or @DRUG$ at three time compass point : ( 1 ) 10 minutes before ischemia ; (  ) 10 minutes before reperfusion ; and ( 3 )  or 4 hr after reperfusion .	: 150 treated with were microl of @DRUG$ or @DRUG$ at three time points Animals 4 1 ischemia 10 minutes before ) ; ( 2 ) 10 minutes before reperfusion ; and ( 3 ) 2 or ( hours after reperfusion .	Animals treated with 150 microl of @DRUG$ or @DRUG$ at three time points ( 1 ) 10 minutes before ischemia ; ( ) 10 minutes before reperfusion ; and ( 3 ) 2 or 4 hours after reperfusion .	Animals were treated with 150 microl of @DRUG$ or @DRUG$ at three time points : ( 1 ) 10 minutes before ischemia ; ( 2 ) 10 minutes before reperfusion ; and ( 3 ) 2 or 4 hours after reperfusion ."DRUGA was	0
0	Our objective was to compare the efficacy of @DRUG$ shampoo 1% and @DRUG$ shampoo 1% as adjunctive treatments for tinea capitis in children.	Our object was to compare the efficacy of @DRUG$ shampoo 1 % and @DRUG$ shampoo 1 % as adjunctive handling for tinea capitis in children .	capitis objective was to compare the efficacy of @DRUG$ shampoo 1 % and @DRUG$ shampoo adjunctive % as 1 treatments for tinea Our in children .	Our objective was to compare the of @DRUG$ shampoo 1 % and @DRUG$ shampoo 1 % as adjunctive for tinea capitis in children .	We wanted to see if @DRUG$ shampoo was more effective than @DRUG$ shampoo when used together to treat tinea capitis in children.	0
1	Drug interactions observed with bosentan @DRUG$ studies have demonstrated a potential for significant clinical implications during PAH management: bosentan is contraindicated with @DRUG$ A and glyburide, and additional monitoring/dose adjustments are required when coadministered with hormonal contraceptives, simvastatin, lopinavir/ritonavir, and rifampicin.	dose interactions observed with bosentan @DRUG$ studies have demonstrated a likely for significant clinical implications during PAH management : bosentan is contraindicated with @DRUG$ A and glyburide , and additional monitoring / dose adjustments are want when coadministered with hormonal contraceptive , zocor , lopinavir / ritonavir , and rifampicin .	rifampicin interactions observed with bosentan @DRUG$ studies have demonstrated a potential for significant monitoring implications during PAH management clinical bosentan is contraindicated with @DRUG$ A and simvastatin , and additional : / dose adjustments are required Drug coadministered with hormonal contraceptives , glyburide , lopinavir / ritonavir , and when .	Drug interactions observed with bosentan @DRUG$ studies have demonstrated a potential for clinical implications during PAH : bosentan is contraindicated with @DRUG$ A and , additional monitoring / dose adjustments are required when coadministered with hormonal contraceptives simvastatin , lopinavir / ritonavir and	Drug interactions observed with bosentan @DRUG$ studies have demonstrated a potential for significant clinical implications during PAH management. Bosentan is contraindicated with @DRUG$ A and glyburide, and additional monitoring / dose adjustments are required when coadministered with hormonal contraceptives, simv	0
0	Similarly, the @DRUG$ regimen of posaconazole reduced invasive fungal infections (95% CI -9.7 to -2.5) and aspergillosis (CI not reported, p < 0.001) when compared with fluconazole and @DRUG$ in neutropenic patients.	similarly , the @DRUG$ regimen of posaconazole reduced invasive fungal infections ( xcv % ci - 9.7 to - 2.5 ) and brooder pneumonia ( ci not reported , p < 0.001 ) when compared with fluconazole and @DRUG$ in neutropenic patients .	the , Similarly @DRUG$ regimen of posaconazole reduced invasive fungal infections ( 95 % CI - ) to - 2.5 ) and aspergillosis ( CI not reported , and in 0.001 9.7 when compared with fluconazole p @DRUG$ < neutropenic patients .	Similarly , the @DRUG$ regimen of reduced invasive fungal infections ( 95 % CI - 9.7 to - 2.5 ) and CI not reported , p < 0.001 ) when compared fluconazole and @DRUG$ in patients .	Posaconazole was found to be more effective than fluconazole in reducing invasive fungal infections and aspergillosis in neutropenic patients.	1
1	Because dopamine D2 receptors are the primary targets for antipsychotic drugs, including clozapine and @DRUG$, and because some studies have found D2 receptors to be elevated in schizophrenia, we examined the mRNA of three forms of the D2 receptor, particularly the new form of the @DRUG$ D2 receptor, D2(Longer), in post-mortem brains from patients who died with schizophrenia.	Because intropin D2 receptors are the primary targets for antipsychotic agent drugs , including clozapine and @DRUG$ , and because some analyze have found D2 receptors to be exalted in schizophrenia , we examined the mRNA of triad forms of the D2 receptor , particularly the new form of the @DRUG$ D2 receptor , D2 ( Longer ) , in post-mortem wit from patients who died with schizophrenia .	Because we are receptors the the primary targets for , drugs , including clozapine and @DRUG$ antipsychotic and because some studies have found D2 receptors to be elevated in schizophrenia , D2 examined D2 mRNA of three forms of the D2 receptor , particularly the new form of the @DRUG$ dopamine receptor , brains ( Longer ) , in post-mortem D2 from patients who died with schizophrenia .	Because dopamine D2 receptors are the primary targets for drugs , including clozapine and @DRUG$ , and because some studies have found D2 receptors to be in schizophrenia , we examined the mRNA of three forms the D2 receptor , particularly the form of the @DRUG$ D2 receptor , D2 ( Longer in post-mortem brains from patients who died with .	Because dopamine D2 receptors are the primary targets for antipsychotic drugs, and because some studies have found D2 receptors to be elevated in schizophrenia, we examined the mRNA of three forms of the D2 receptor, particularly the new form of the @DRUG$ D2 receptor, D2 (Long	1
0	It is significantly more potent than pentazocine, @DRUG$ and codeine in the rat @DRUG$ paw test after subcutaneous administration in saline.	it is significantly more potent than pentazocine , @DRUG$ and codeine in the blabber @DRUG$ paw test after subcutaneous administration in saline .	in rat significantly more potent than pentazocine , @DRUG$ and codeine It the is @DRUG$ paw test after subcutaneous administration in saline .	It is significantly more potent than pentazocine , @DRUG$ and codeine the rat @DRUG$ paw test after subcutaneous administration saline .	@DRUG$ is more potent than pentazocine, @DRUG$, and codeine in the rat paw test after subcutaneous administration in saline.	0
0	While @DRUG$ and 5-@DRUG$ have similar antimuscarinic activity, the logD value, a determinant of lipophilicity and permeability across biological interfaces such as the gut wall and blood-brain barrier, is considerably lower for 5-HMT (0.74) versus tolterodine (1.83).	piece @DRUG$ and quintuplet - @DRUG$ have similar antimuscarinic body process , the logD respect , a determinant of lipophilicity and permeability across biological interfaces such as the gut wall and blood-brain barrier , is considerably lower for quintuplet - HMT ( 0.74 ) versus tolterodine ( 1.83 ) .	While @DRUG$ and 5 - @DRUG$ have similar antimuscarinic wall , the logD such , a determinant and tolterodine and permeability across biological interfaces value as the gut activity of blood-brain barrier , is considerably lower for 5 - HMT ( 0.74 ) versus lipophilicity ( 1.83 ) .	@DRUG$ and 5 - @DRUG$ have similar antimuscarinic activity , the logD value , a determinant lipophilicity and permeability across biological interfaces such the gut wall and barrier , is lower for 5 HMT ( 0.74 ) versus tolterodine ( 1.83 ) .	@DRUG$ and @DRUG$ have similar antimuscarinic activity, but DRUGB is more lipophilic and permeable across biological interfaces than DRUGA.	0
1	@DRUG$ seems to be more potent than other available statins while pitavastatin presents with a similar potency to that of @DRUG$.	@DRUG$ seems to be more potent than other available statin drug while pitavastatin presents with a like potency to that of @DRUG$ .	@DRUG$ seems to be more potent than other while pitavastatin available statins presents with a similar potency to that of @DRUG$ .	@DRUG$ seems to be more potent than other available statins while pitavastatin presents with similar potency to that of @DRUG$ .	@DRUG$ is more potent than other available statins, while pitavastatin is similar in potency to @DRUG$ .	0
0	Components of the renin-@DRUG$-aldosterone system such as angiotensin II and @DRUG$ are believed to contribute to the development and progression of cardiovascular tissue and organ injuries.	Components of the renin-@DRUG$ - aldosterone scheme such as angiotensin II and @DRUG$ are believed to contribute to the development and progression of cardiovascular tissue paper and organ injuries .	of of the renin-@DRUG$ - aldosterone system Components as angiotensin II and @DRUG$ are believed to contribute to the development and progression such cardiovascular tissue and organ injuries .	Components of the renin-@DRUG$ - aldosterone system such as angiotensin II and @DRUG$ are believed contribute to the development and of cardiovascular tissue and organ injuries .	The components of the renin-aldosterone system (such as angiotensin II and @DRUG$) are believed to contribute to the development and progression of cardiovascular tissue and organ injuries.	1
0	The rate of the primary outcome was 1.27% per year in the apixaban group, as compared with 1.60% per year in the warfarin group (hazard ratio with @DRUG$, 0.79; 95% confidence interval [CI], 0.66 to 0.95; @DRUG$<0.001 for noninferiority; P=0.01 for superiority).	The rate of the primary winding effect was 1.27 % per twelvemonth in the apixaban group , as compared with 1.60 % per twelvemonth in the warfarin group ( hazard ratio with @DRUG$ , 0.79 ; 95 % sureness interval [ curie ] , 0.66 to 0.95 ; @DRUG$ < 0.001 for noninferiority ; P=0.01 for superiority ) .	The rate of the primary outcome was , % per 95 in ) apixaban group 1.27 as [ ] 1.60 % per year in the warfarin group ( hazard ratio with @DRUG$ , 0.79 ; year % confidence interval compared CI with , 0.66 to 0.95 ; @DRUG$ < 0.001 for noninferiority ; P=0.01 for superiority the .	The rate of the primary outcome was 1.27 % per year in the apixaban group , as compared with 1.60 per year in the warfarin group ( hazard ratio with @DRUG$ , 95 % confidence interval [ CI ] , 0.66 to 0.95 ; @DRUG$ < 0.001 for ; P=0.01 for superiority ) .	The rate of the primary outcome was 1.27 % per year in the apixaban group , as compared with 1.60 % per year in the warfarin group ( hazard ratio with @DRUG$ , 0.79 ; 95 % confidence interval [ CI ] , 0.66 to 0	1
1	Nevertheless, the anticonvulsant, hypnotic, myorelaxant and anticonflict effects of @DRUG$ are antagonized by benzodiazepine receptor antagonist Ro 15-1788 and CGS 8216 indicating an involvement of the @DRUG$ recognition site in the action of this drug.	Nevertheless , the anticonvulsant drug , hypnotic , myorelaxant and anticonflict effects of @DRUG$ are antagonized by benzodiazepine sense organ antagonist Ro  - 1788 and CGS 8216 indicating an involvement of the @DRUG$ recognition site in the carry out of this drug .	in , this anticonvulsant , 15 , myorelaxant and anticonflict effects of @DRUG$ are antagonized benzodiazepine by receptor antagonist Ro hypnotic - 1788 and CGS 8216 indicating an involvement of the @DRUG$ recognition site Nevertheless the action of the drug .	Nevertheless , the anticonvulsant , hypnotic , myorelaxant and effects of @DRUG$ are antagonized by benzodiazepine receptor antagonist Ro 15 - 1788 CGS 8216 indicating an involvement of the @DRUG$ recognition site in the action of drug .	The anticonvulsant, hypnotic, myorelaxant, and anticonflict effects of @DRUG$ are antagonized by benzodiazepine receptor antagonist Ro 15-1788 and CGS 8216, indicating that the @DRUG$ recognition site is involved in the action	0
1	The NS3/4A inhibitors simeprevir and paritaprevir, the NS5A inhibitors ombitasvir, ledipasvir, and @DRUG$, and the NS5B inhibitors sofosbuvir and @DRUG$ have been newly FDA approved and incorporated as first-line agents into the latest IDSA-AASLD guidelines for Hepatitis C treatment.	The NS3/4A inhibitors simeprevir and paritaprevir , the NS5A inhibitors ombitasvir , ledipasvir , and @DRUG$ , and the NS5B inhibitors sofosbuvir and @DRUG$ have been newly food and drug administration approved and merged as first-line agents into the latest IDSA - AASLD guidepost for hepatitis C treatment .	The NS3/4A inhibitors simeprevir and for , the NS5A paritaprevir ombitasvir , ledipasvir , AASLD @DRUG$ , and the NS5B inhibitors sofosbuvir and @DRUG$ have been newly FDA approved and incorporated as first-line agents into the latest IDSA - treatment guidelines inhibitors Hepatitis C and .	The NS3/4A inhibitors simeprevir and paritaprevir , the NS5A inhibitors ombitasvir , ledipasvir , and @DRUG$ , and the NS5B inhibitors sofosbuvir and @DRUG$ have been newly FDA approved and incorporated as agents into the latest IDSA - AASLD guidelines for Hepatitis C treatment .	The NS3/4A inhibitors simeprevir and paritaprevir , the NS5A inhibitors ombitasvir , ledipasvir , and @DRUG$ , and the NS5B inhibitors sofosbuvir and @DRUG$ have all been approved by the FDA	0
0	PF1022A contains 4 N-Methyl-@DRUG$-leucines, 2 D-lactic acids and 2-D-phenyllactic acids arranged @DRUG$ a cyclic octadepsipeptide with an alternating L-D-L-configuration.	PF1022A contains 4 N- Methyl-@DRUG$ - leucines , 2 D-lactic acid and 2 - D- phenyllactic acid arranged @DRUG$ a cyclical octadepsipeptide with an alternating L-D-L-configuration .	PF1022A contains 4 cyclic Methyl-@DRUG$ - leucines , 2 D-lactic acids an 2 - D- phenyllactic acids arranged @DRUG$ a N- octadepsipeptide with and alternating L-D-L-configuration .	PF1022A contains 4 N- Methyl-@DRUG$ - leucines , D-lactic acids and 2 - D- phenyllactic acids arranged @DRUG$ a cyclic octadepsipeptide with an alternating L-D-L-configuration .	PF1022A contains 4 N- Methyl-@DRUG$ - leucines , 2 D-lactic acids and 2 - D- phenyllactic acids arranged @DRUG$ a cyclic octadepsipeptide with an alternating L-D-L-configuration .	0
0	This work describes the single adsorption of seven pharmaceuticals (carbamazepine, @DRUG$, sulfamethoxazole, piroxicam, cetirizine, venlafaxine and paroxetine) from water onto a commercially available activated carbon and a non-@DRUG$ produced by pyrolysis of primary paper mill sludge.	This work describes the single surface assimilation of seven pharmaceuticals ( carbamazepine , @DRUG$ , sulfamethoxazole , piroxicam , cetirizine , venlafaxine and paroxetine ) from pee onto a commercially available activated carbon and a non-@DRUG$ raise by pyrolysis of primary paper manufacturing plant sludge .	This work describes the single adsorption of available pharmaceuticals ( carbamazepine , @DRUG$ , sulfamethoxazole , piroxicam , of , venlafaxine and paroxetine ) from water onto a commercially activated seven carbon and non-@DRUG$ a produced by pyrolysis cetirizine primary paper mill sludge .	This work describes the single of pharmaceuticals ( carbamazepine , @DRUG$ , sulfamethoxazole , piroxicam , cetirizine , venlafaxine and paroxetine ) from water onto a commercially available activated carbon and a non-@DRUG$ produced by pyrolysis of primary paper mill sludge .	The seven pharmaceuticals ( carbamazepine , sulfamethoxazole , piroxicam , cetirizine , venlafaxine and paroxetine ) were adsorbed onto a commercially available activated carbon and a non-@DRUG$ produced by py	1
0	The combination is @DRUG$ well tolerated as trandolapril monotherapy and is at least as well tolerated as @DRUG$ SR monotherapy.	The combination is @DRUG$ well tolerated as mavik monotherapy and is at least as well tolerated as @DRUG$ sr monotherapy .	and combination well @DRUG$ well tolerated as trandolapril monotherapy The is at least as is tolerated as @DRUG$ SR monotherapy .	The combination is @DRUG$ well tolerated trandolapril monotherapy and is at least as well tolerated as @DRUG$ SR monotherapy .	The combination of @DRUG$ and @DRUG$ is well tolerated and is at least as well tolerated as either drug alone.	0
0	Concentrations of @DRUG$ (LTB4, LTC4, and thromboxane B2 (TXB2) were measured in blood before and after oral administration of @DRUG$ and release of prostaglandin E2 (PGE2), 6-keto-PGF1alpha, and LTC4 was measured in incubation media of synovial tissue, taken at surgery from patients treated with tepoxalin.	Concentrations of @DRUG$ ( LTB4 , LTC4 , and thromboxane B2 ( TXB2 ) were measured in blood before and after viva voce administration of @DRUG$ and release of prostaglandin E2 ( PGE2 ) , hexad - keto - PGF1alpha , and LTC4 was measured in brooding sensitive of synovial tissue , taken at surgery from patient role treat with tepoxalin .	Concentrations of @DRUG$ ( LTB4 , LTC4 , and in B2 ( TXB2 at were measured in blood before and after oral administration of @DRUG$ and release of prostaglandin E2 ( PGE2 ) , surgery - keto - PGF1alpha , with LTC4 was measured thromboxane incubation media taken synovial tissue , of ) 6 treated patients from and tepoxalin .	Concentrations of @DRUG$ ( LTB4 , LTC4 , and thromboxane B2 ( TXB2 ) were measured in blood before and after oral administration of @DRUG$ and release of prostaglandin E2 ( PGE2 ) 6 - keto - PGF1alpha , and LTC4 measured in incubation media of synovial tissue , taken at surgery from treated with tepoxalin .	The concentrations of LTB4, LTC4, and thromboxane B2 (TXB2) were measured in blood before and after oral administration of @DRUG$. The release of prostaglandin E2 (PGE2), 6-keto-PGF1alpha	1
0	@DRUG$, @DRUG$ shown by the increasing number of publications, has received growing attention from the scientific community due to the expectations toward its benefits to human health.	@DRUG$ , @DRUG$ shown by the increasing number of publications , has received growing care from the scientific community due to the expectations toward its gain to homo health .	@DRUG$ , @DRUG$ shown by the increasing has of publications , human received growing attention from the scientific community due to the expectations toward its benefits to number health .	@DRUG$ , @DRUG$ shown by the increasing number of publications , has received growing attention from the scientific community due to the toward its to human health .	The more publications there are about @DRUG$, the more attention it receives from the scientific community, because of the expectations that it will have benefits to human health.	1
0	METHOD: Ten patients with DSM-IV chronic or intermittent psychotic disorders (ages 12.3 through 15.9 years) participated in an open-label, rising-dose trial and received oral doses of quetiapine twice daily (b.i.d.), starting at 25 mg b.i.@DRUG$. and reaching 400 @DRUG$ b.i.d. by day 20.	METHOD : Ten affected role with DSM -IV chronic or intermittent psychotic disorders ( historic period 12.3 through 15.9 years ) participated in an open-label , rising - elvis run and received oral doses of quetiapine twice daily ( b.i.d. ) , embark on at 25 mg b.i.@DRUG$ . and reaching 400 @DRUG$ b.i.d. by day 20 .	METHOD : 15.9 patients with DSM -IV b.i.@DRUG$ or intermittent psychotic disorders ( ages @DRUG$ through Ten years - participated in an open-label , rising ) dose trial and mg oral doses of quetiapine twice daily ( b.i.d. ) , starting at 25 received chronic . and reaching 400 12.3 b.i.d. by day 20 .	METHOD : Ten with DSM -IV chronic or disorders ( ages 12.3 through years ) participated in an open-label , rising - dose trial received oral doses of twice daily ( b.i.d. ) , starting at 25 mg b.i.@DRUG$ . and reaching 400 @DRUG$ b.i.d. by day 20 .	The patients received oral doses of quetiapine twice daily ( b.i.d. ), starting at 25 mg b.i.@DRUG$ and reaching 400 @DRUG$ b.i.d. by day 20.	0
0	@DRUG$ had a medium efficacy and was the safest agent, @DRUG$ also supported by the analysis of 518 proteins in rat lung.	@DRUG$ had a culture medium efficaciousness and was the safest agent , @DRUG$ also supported by the analysis of 518 proteins in rat lung .	@DRUG$ had a medium efficacy and 518 the safest agent , @DRUG$ also supported by in analysis of was proteins the rat lung .	@DRUG$ had a medium efficacy and was the safest agent , @DRUG$ supported by the analysis of 518 proteins in rat lung .	@DRUG$ was more effective than @DRUG$, but DRUGB was still fairly effective. DRUGA was also safer than DRUGB.	0
0	In the SHR, maximum blood pressure reduction at a dose of 10 @DRUG$/kg i.p. was approximately 65 and 30 mm Hg for ketanserin and @DRUG$, respectively; 1-(1-naphthyl)piperazine did not affect blood pressure.	In the SHR , maximum rip pressure reduction at a dose of decade @DRUG$ / kg i.p. was approximately 65 and 30 mm Hg for ketanserin and @DRUG$ , respectively ; unity -( unity - naphthyl ) piperazine did not pretend rip pressure .	In dose SHR , maximum blood was reduction at 65 blood of 10 @DRUG$ / kg i.p. pressure approximately a and 30 mm Hg for ketanserin and @DRUG$ , respectively ; 1 -( 1 - naphthyl ) piperazine did not affect the pressure .	In the SHR , maximum blood reduction at a dose 10 @DRUG$ i.p. approximately 65 and mm Hg ketanserin and @DRUG$ , respectively ; 1 -( 1 - naphthyl ) piperazine did not affect blood pressure .	At a dose of 10 @DRUG$ / kg i.p., ketanserin reduced blood pressure by approximately 65 mm Hg, while @DRUG$ reduced blood pressure by approximately 30 mm Hg.	0
0	The thioredoxin (Trx) system comprising @DRUG$, @DRUG$ reductase (TrxR), and Trx and the glutathione (GSH) system composed of NADPH, glutathione reductase, and GSH supported by glutaredoxin are the two electron donor systems that control cellular proliferation, viability, and apoptosis.	The thioredoxin ( Trx ) system comprising @DRUG$ , @DRUG$ reductase ( TrxR ) , and Trx and the glutathione ( GSH ) system composed of NADPH , glutathione reductase , and GSH subscribe by glutaredoxin are the two electron presenter system of rules that command cellular proliferation , viability , and caspase mediated cell death .	The thioredoxin ( Trx ) system comprising @DRUG$ GSH @DRUG$ reductase reductase TrxR ) , and Trx and the glutaredoxin ( GSH ) system composed of , , glutathione ( , and , supported by glutathione are the two electron that systems donor control cellular proliferation NADPH viability , and apoptosis .	The thioredoxin ( Trx ) system comprising @DRUG$ , @DRUG$ reductase ( TrxR ) , and Trx and the glutathione ( GSH ) system composed of , reductase , and GSH supported by glutaredoxin are the two electron donor systems that control cellular proliferation , viability , and apoptosis .	The thioredoxin ( Trx ) system comprising @DRUG$ and @DRUG$ reductase ( TrxR ) , and Trx and the glutathione ( GSH ) system composed of NADPH , glutathione reductase , and GSH supported by glutaredoxin	0
0	Piperazines such as @DRUG$-Chlorophenylpiperazine (@DRUG$), ORG-12962, MK-212 and also ORG-37684 exhibited a rank order of potency of 5-HT2C>5-HT2B>5-HT2A.	Piperazines such as @DRUG$ - Chlorophenylpiperazine ( @DRUG$ ) , ORG - 12962 , MK -212 and also ORG - 37684 exhibit a range arrange of potency of 5- HT2C>5-HT2B>5-HT2A .	Piperazines such also @DRUG$ - Chlorophenylpiperazine ( @DRUG$ ) , HT2C>5-HT2B>5-HT2A - as , MK -212 and 12962 ORG - 37684 exhibited a rank order of potency of 5- ORG .	Piperazines such as @DRUG$ Chlorophenylpiperazine ( @DRUG$ ) ORG - 12962 , MK -212 and also ORG - 37684 exhibited a rank order of potency of 5- HT2C>5-HT2B>5-HT2A .	Piperazines such as @DRUG$ are more potent than @DRUG$ at activating the 5-HT2C receptor, followed by the 5-HT2B receptor, and then the 5-HT2A receptor.	0
1	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of @DRUG$, warfarin, zidovudine, ranitidine, digoxin or cyclosporin; however, patients receiving these drugs concurrently should be monitored closely for signs of enhanced pharmacological effect or toxicity.	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of @DRUG$ , warfarin , zidovudine , ranitidine , digoxin or cyclosporin ; however , patients get these drugs at the same time should be monitored closely for signs of enhanced pharmacologic effect or perniciousness .	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of @DRUG$ , warfarin , zidovudine , should , drugs or cyclosporin ; however , patients receiving these digoxin concurrently ranitidine be monitored closely for signs of enhanced pharmacological effect or toxicity .	@DRUG$ appears to have potential for significantly altering the pharmacokinetics @DRUG$ , warfarin , zidovudine , digoxin or cyclosporin ; however , patients receiving these drugs concurrently closely for signs enhanced pharmacological effect or toxicity .	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of @DRUG$ .	0
0	Sufficient NAT was retained that the prescription of 1 g total amino acids/kg x day(-1) using this product exceeded the combined recommended dietary allowance for aromatic amino acids CONCLUSION: @DRUG$ used in the clinical setting, the @DRUG$ and NAT composition of Aminosyn II is sufficient to meet the combined aromatic amino acid needs of adults with normal phenylalanine hydroxylase activity.	Sufficient NAT was retained that the prescription of 1 g total amino elvis / kilo x day ( - 1 ) practice this merchandise exceeded the combined recommended dietary allowance for aromatic amino elvis CONCLUSION : @DRUG$ employ in the clinical setting , the @DRUG$ and NAT composition of Aminosyn II is sufficient to meet the combined aromatic amino acid postulate of adults with normal phenylalanine hydroxylase activity .	Sufficient NAT was retained that the prescription of 1 g total x acids / kg the of ( - 1 amino using this product exceeded the combined recommended dietary allowance for is amino acids CONCLUSION : @DRUG$ used in ) clinical setting , the @DRUG$ and NAT composition day Aminosyn II aromatic sufficient to meet the needs aromatic amino acid combined of adults with normal phenylalanine hydroxylase activity .	Sufficient was retained that the prescription of 1 g total amino acids / kg x day ( - 1 ) using this product exceeded the combined recommended dietary allowance for aromatic amino acids CONCLUSION : @DRUG$ used in the clinical setting , the @DRUG$ and NAT composition of Aminosyn is sufficient to the combined aromatic amino acid needs of adults with normal phenylalanine hydroxylase activity .	@DRUG$ is sufficient to meet the combined aromatic amino acid needs of adults with normal phenylalanine hydroxylase activity.	1
1	@DRUG$ also had superior efficacy over @DRUG$ for the secondary outcome major VTE.	@DRUG$ also had lake superior efficacy over @DRUG$ for the secondary outcome major VTE .	@DRUG$ also had superior efficacy VTE @DRUG$ for the secondary outcome major over .	@DRUG$ also had efficacy over @DRUG$ for the secondary outcome major .	@DRUG$ is more effective than @DRUG$ for the secondary outcome major VTE .	0
1	Because BM contains opium powder (10.0-10.5% @DRUG$), opium tincture (0.9-1.1% morphine), or camphorated opium tincture (0.045-0.055% morphine) and is a popular remedy, and @DRUG$ use is considered a serious criminal act, the claim of BM use has to be adequately addressed.	Because movement stop opium powder ( 10.0 - 10.5 % @DRUG$ ) , opium tincture ( 0.9 - 1.1 % morphine ) , or camphorated opium tincture ( 0.045-0.055 % morphine ) and is a popular remedy , and @DRUG$ use is considered a serious outlaw playact , the title of movement use has to be adequately addressed .	Because BM contains criminal powder ( 10.0 - a % @DRUG$ ) 0.9 opium tincture ( , - 1.1 % morphine ) , or camphorated opium tincture ( 0.045-0.055 % morphine ) and is a of remedy , and @DRUG$ use is considered 10.5 serious opium act , popular claim the BM use has to be adequately addressed .	Because BM contains opium powder - 10.5 % @DRUG$ , opium tincture ( 0.9 - 1.1 % morphine ) , or camphorated opium tincture ( 0.045-0.055 % morphine and is a popular remedy , @DRUG$ use is considered criminal act , the claim of BM use to addressed .	Because BM contains opium powder ( 10.0 - 10.5 % @DRUG$ ) , opium tincture ( 0.9 - 1.1 % morphine ) , or camphorated opium tincture ( 0.045-0.055 % morphine ) and is a popular remedy ,	1
0	Adult male Wistar rats were assigned to four groups: saline/water; saline/NNZ-2591; scopolamine/water and @DRUG$/@DRUG$.	Adult male Wistar scab were assigned to four groups : saline / water system ; saline / NNZ - 2591 ; scopolamine / water system and @DRUG$ / @DRUG$ .	Adult male Wistar rats were assigned to four groups : ; / water ; saline / NNZ - 2591 saline scopolamine / / and @DRUG$ water @DRUG$ .	Adult male Wistar rats were assigned to four groups : saline / water ; saline / NNZ - ; scopolamine / water and @DRUG$ / @DRUG$ .	Adult male Wistar rats were assigned to four groups : saline / water ; saline / NNZ - 2591 ; scopolamine / water and @DRUG$ / @DRUG$ ."In the first group, rats were given saline or water. In the second group, rats were given saline	0
0	EVIDENCE REVIEW: Saxagliptin significantly improves glycemic control vs placebo, as demonstrated by decreasing glycated @DRUG$, fasting plasma glucose, and postprandial plasma glucose levels when used as monotherapy; in initial combination with metformin; and @DRUG$ add-on therapy with metformin, sulfonylurea (SU), or thiazolidinedione (TZD).	demonstrate followup : Saxagliptin importantly improves glycemic see to it vs placebo , as demonstrated by decreasing glycated @DRUG$ , fasting plasma glucose , and postprandial plasma glucose levels when used as monotherapy ; in initial combination with glucophage ; and @DRUG$ add - on therapy with glucophage , sulfonylurea ( SU ) , or thiazolidinedione ( TZD ) .	EVIDENCE in : Saxagliptin , improves glycemic control vs placebo , as demonstrated by decreasing glycated @DRUG$ , fasting plasma glucose therapy and postprandial plasma glucose levels when used as monotherapy ; , initial combination with metformin ; and @DRUG$ add - on significantly with metformin TZD sulfonylurea ( SU ) , or thiazolidinedione ( REVIEW ) .	EVIDENCE REVIEW : Saxagliptin significantly improves glycemic control placebo , as demonstrated by decreasing glycated @DRUG$ , plasma glucose , and plasma glucose levels when used as monotherapy ; in initial combination metformin ; and @DRUG$ add - on therapy with metformin , sulfonylurea ( SU thiazolidinedione ( TZD ) .	Saxagliptin significantly improves glycemic control vs placebo, as demonstrated by decreasing glycated @DRUG$, fasting plasma glucose, and postprandial plasma glucose levels when used as monotherapy; in initial combination with metformin; and @DRUG$ add-on therapy with metformin	0
0	Escitalopram at a starting dose of 10 mg QD was better tolerated than @DRUG$ at a starting dose of 60 @DRUG$ QD.	Escitalopram at a starting dose of 10 milligram QD was better tolerated than @DRUG$ at a starting dose of sixty @DRUG$ QD .	Escitalopram mg a starting dose 60 10 at QD was better tolerated than @DRUG$ at a starting dose of of @DRUG$ QD .	Escitalopram at a starting dose of 10 mg QD better tolerated @DRUG$ at starting dose of 60 @DRUG$ QD .	Escitalopram at a starting dose of 10 mg QD was better tolerated than @DRUG$ at a starting dose of 60 @DRUG$ QD ."Escitalopram is better tolerated than DRUGA at a starting dose of 10 mg QD.	0
1	However, the same doses of duloxetine, unlike clomipramine, failed to impede the usual increase in blood pressure that follows a @DRUG$ intravenous infusion, indicating that @DRUG$ but not duloxetine blocked NE reuptake.	However , the same doses of duloxetine , unlike clomipramine , failed to impede the common increase in blood coerce that follows a @DRUG$ intravenous infusion , indicating that @DRUG$ but not duloxetine stymie NE reuptake .	However , the same doses of duloxetine , unlike clomipramine , failed to that not usual increase in blood pressure that follows a @DRUG$ intravenous infusion NE indicating impede @DRUG$ but the duloxetine blocked , reuptake .	However , the same doses of duloxetine , unlike clomipramine failed to impede the usual increase in blood pressure follows a @DRUG$ intravenous infusion , indicating @DRUG$ but not duloxetine blocked NE reuptake .	Duloxetine did not block NE reuptake, unlike clomipramine.	1
0	At the recommended dose of 600 @DRUG$ once daily, @DRUG$ effectively lowers blood pressure (BP) in hypertensive patients to a similar degree as seen with other AII receptor blockers and ACE inhibitors.	At the recommended dose of 600 @DRUG$ once day by day , @DRUG$ effectively lowers blood pressure level ( BP ) in hypertensive patient role to a similar degree as seen with other AII receptor blockers and ACE inhibitors .	At effectively as dose of 600 @DRUG$ once daily , @DRUG$ the lowers seen pressure ( BP ) in hypertensive patients to a similar degree recommended blood with other AII receptor blockers and ACE inhibitors .	At the recommended dose of 600 @DRUG$ once daily , @DRUG$ effectively lowers blood pressure ( BP ) in patients to a similar degree as seen with other AII receptor blockers and inhibitors .	At the recommended dose, @DRUG$ is just as effective as other AII receptor blockers and ACE inhibitors in lowering blood pressure.	1
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, @DRUG$, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, @DRUG$, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method appropriate the detection of therapeutic absorption of acemetacin , anacin iii ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , @DRUG$ , fenbufen , fenoprofen , flufenamic acid , ansaid , nuprin , indometacin , kebuzone , ketoprofen , lonazolac , @DRUG$ , mefenamic acid , mofebutazone , naproxen , niflumic acid , butazolidin , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin in weewee samples .	This method allowed the detection of therapeutic concentrations of acemetacin mefenamic acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , @DRUG$ , fenbufen , fenoprofen , flufenamic acid , niflumic , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , @DRUG$ , , flurbiprofen , mofebutazone , naproxen , , samples suxibuzone phenylbutazone , , , tiaprofenic acid , tolfenamic acid acid and tolmetin in urine acid .	This method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , @DRUG$ , fenbufen , fenoprofen , flufenamic , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , @DRUG$ , mefenamic acid , mofebutazone , naproxen , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, @DRUG$, fenbufen, fenoprofen, fluf	1
0	@DRUG$ uptake through cystine transporter mediated by @DRUG$ conjugation.	@DRUG$ uptake through cystine transporter mediated by @DRUG$ conjugation .	@DRUG$ uptake through cystine transporter mediated by @DRUG$ conjugation .	@DRUG$ uptake through cystine transporter mediated by @DRUG$ conjugation .	@DRUG$ is taken up into cells by the cystine transporter, which is activated by @DRUG$.	0
0	In comparative trials in the management of hypertension, the combination of @DRUG$ 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/@DRUG$ plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	inward comparative degree trials in the management of high blood pressure , the combination of @DRUG$ 1 or 2 mg /d and calan ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or century mg /d plus chlorthalidone 12.5 or xxv mg /d , captopril 50 mg / @DRUG$ plus HCTZ xxv mg /d , zestril xx mg / d plus HCTZ 12.5 mg /d , and metoprolol century mg / d plus HCTZ 12.5 mg/d .	In comparative mg in the management of hypertension , the combination of @DRUG$ 1 or 2 mg /d and and ER 180 mg /d was 100 indistinguishable from or superior to the combinations verapamil atenolol 50 mg of mg /d plus chlorthalidone 12.5 or 25 mg /d statistically captopril 50 mg / @DRUG$ plus HCTZ 25 mg /d , lisinopril 20 trials / d plus HCTZ 12.5 mg /d , , metoprolol 100 or / d plus HCTZ 12.5 mg/d .	In trials in the management hypertension , combination of @DRUG$ 1 or 2 mg /d and verapamil 180 mg /d was statistically indistinguishable from or superior the combinations of 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / @DRUG$ plus HCTZ 25 mg /d , lisinopril mg / d plus HCTZ 12.5 mg /d , and metoprolol 100 mg / d plus HCTZ 12.5 .	The combination of @DRUG$ and verapamil ER was statistically indistinguishable from or superior to the combinations of atenolol, captopril, lisinopril, and metoprolol.	1
0	DRAXIMAGE, under exclusive licence from BTG International Ltd, is developing a @DRUG$ formulation of ciprofloxacin (INFECTON), @DRUG$ a radioimaging agent for the potential diagnosis of infection, including fever of unknown origin, osteomyelitis, wound infection, abdominal abscess, pneumonia, appendicitis and tuberculosis.	DRAXIMAGE , under exclusive licence from BTG International Ltd , is explicate a @DRUG$ formulation of ciprofloxacin ( INFECTON ) , @DRUG$ a radioimaging agent for the potential diagnosis of infection , include fever of unknown region blood line , osteomyelitis , lift infection , abdominal abscess , pneumonia , appendicitis and tuberculosis .	DRAXIMAGE , under exclusive licence from radioimaging International , , is developing a @DRUG$ formulation of ciprofloxacin ( INFECTON ) Ltd @DRUG$ , BTG agent for the potential diagnosis abdominal and , including fever of unknown origin , osteomyelitis , wound infection a of abscess , pneumonia , appendicitis infection tuberculosis .	, under exclusive licence from BTG International Ltd , is developing a @DRUG$ formulation of ciprofloxacin ( INFECTON ) , @DRUG$ a radioimaging agent for the potential diagnosis of infection , including fever of origin , osteomyelitis , infection , abdominal abscess , pneumonia , appendicitis and tuberculosis .	DRAXIMAGE has developed a formulation of ciprofloxacin (@DRUG$) that is being used as a radioimaging agent for the potential diagnosis of infection. BTG International Ltd has licensed this technology from DRAXIMAGE and is developing a similar agent (	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, @DRUG$, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) @DRUG$, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This outcome pore on the adopt option of dose : AAV - NGFbeta , @DRUG$ , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , calculate ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( set off ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( man ) ; hMaxi -K , man papillomavirus vaccinum ; Imatinib mesylate , indiplon , iodin ( i131 ) @DRUG$ , irofulven , one - 1018 ; Lasofoxifene tartrate , larodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - ii b , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort express , sunitinib malate ; cialis , tanaproget , taxus , tiotropium platitude , treprostinil sodium ; Valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of peginterferon A165 AAV - mesylate , @DRUG$ , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin nesiritide BMS indiplon : , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , - , Dalbavancin , clofarabine , Cypher ; alfa , darbepoetin alfa , , hydrobromide , desloratadine , liposomal , drospirenone , drospirenone / ethinylestradiol , drotrecogin ciclesonide ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim ; efalizumab , hydrochloride sodium hydrochloride escitalopram oxalate , eszopiclone drugs Fenretinide ; Gefitinib , gestodene , ghrelin ( human levodopa ; hMaxi ; , human papillomavirus Dexamet -K Imatinib NGFbeta , - darifenacin iodine ( i131 ) @DRUG$ , irofulven , ISS - 1018 ; Lasofoxifene tartrate , ) / carbidopa / entacapone , vaccine doxorubicin ; Nemifitide ditriflutate , , b Omalizumab , Pegfilgrastim , ; alfa - 2a , peginterferon alfa - 2 ; , phVEGF cetuximab 214662 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant , ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil ertapenem hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following drugs : AAV - NGFbeta , @DRUG$ , aripiprazole atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone / ethinylestradiol drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride Ecogramostim efalizumab ertapenem sodium , escitalopram oxalate , ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) @DRUG$ , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa entacapone , liposomal doxorubicin ; ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - , peginterferon alfa - 2 phVEGF - A165 pimecrolimus , pramlintide acetate ; Rasburicase rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , tanaproget Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	Also discussed is the suggestion that the oral @DRUG$ prodrug tegafur and @DRUG$ (UFT) and its metabolites function as an angiogenesis inhibitor.	Also discussed is the suggestion that the oral exam @DRUG$ prodrug tegafur and @DRUG$ ( UFT ) and its metabolites operate as an angiogenesis inhibitor .	Also discussed is the suggestion that the as @DRUG$ prodrug tegafur and @DRUG$ ( UFT ) and its metabolites angiogenesis oral an function inhibitor .	Also discussed is the suggestion that oral @DRUG$ prodrug tegafur and @DRUG$ ( UFT ) and its metabolites function as an angiogenesis inhibitor	@DRUG$ is a prodrug that is converted into @DRUG$ ( UFT ) in the body. DRUGB is an angiogenesis inhibitor .	0
1	Furthermore, patients and their partners prefer @DRUG$ to @DRUG$.	moreover , patients and their partners prefer @DRUG$ to @DRUG$ .	partners , patients and their Furthermore prefer @DRUG$ to @DRUG$ .	Furthermore , and their partners prefer @DRUG$ to @DRUG$ .	Patients and their partners prefer @DRUG$ to @DRUG$ .	0
0	AIMS: To evaluate the effect of food on the pharmacokinetics (PK) and pharmacodynamics (PD) of dexlansoprazole following oral administration of dexlansoprazole MR. METHODS: In this open-label, single-dose, randomized, 4-way crossover study, 48 healthy subjects received placebo (day 1) and @DRUG$ MR 90 @DRUG$ (day 3) after fasting, 5 or 30 min before a high-fat breakfast, or 30 min after a high-fat breakfast.	aim : To evaluate the effect of food for thought on the pharmacokinetics ( PK ) and pharmacodynamics ( PD ) of dexlansoprazole following oral administration of dexlansoprazole MR. METHODS : In this open-label , single- dose , randomised , 4 - way crossover sketch , 48 goodish subjects received placebo ( day 1 ) and @DRUG$ MR 90 @DRUG$ ( day 3 ) after fast , v or 30 min before a high - adipose tissue breakfast , or 30 min after a high - adipose tissue breakfast .	AIMS : To evaluate the dexlansoprazole of food on the , ( PK ) and pharmacodynamics ( PD ) of effect following - administration of dexlansoprazole MR. METHODS : min this open-label pharmacokinetics single- dose , ) , 4 - way crossover study @DRUG$ 48 healthy subjects received placebo ( day 1 or and , a 90 @DRUG$ ( day 3 ) after fasting , 5 randomized 30 In before MR high oral fat breakfast , or 30 min after a high - fat breakfast .	AIMS : To evaluate the effect of food the pharmacokinetics ( PK ) and PD ) of dexlansoprazole following oral administration dexlansoprazole MR. METHODS In this open-label , single- dose , randomized , 4 - way crossover , 48 healthy subjects received placebo ( day 1 ) and @DRUG$ MR 90 @DRUG$ ( day 3 ) after fasting , 5 or 30 min before a high - fat or 30 min after a high - fat breakfast .	The study found that the drug was absorbed faster when taken with food, but the effects on the body were the same, regardless of when it was taken.	1
0	The top 15 most frequently positive allergens were nickel sulfate (19.5%), Myroxylon pereirae (11.0%), neomycin (10.1%), fragrance mix I (9.4%), quaternium-15 (8.6%), @DRUG$ chloride (8.4%), bacitracin (7.9%), @DRUG$ (7.7%), methyldibromoglutaronitrile/phenoxyethanol (5.5%), p-phenylenediamine (5.3%), propolis (4.9%), carba mix (4.5%), potassium dichromate (4.1%), fragrance mix II (3.6%), and methylchloroisothiazolinone/methylisothiazolinone (3.6%).	The superlative 15 most often plus allergen were ni sulfate ( 19.5 % ) , myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance shuffle  ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , @DRUG$ chloride ( 8.4 % ) , bacitracin ( 7.9 % ) , @DRUG$ ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , p-phenylenediamine ( 5.3 % ) , propolis ( 4.9 % ) , carba shuffle ( 4.5 % ) , k bichromate ( 4.1 % ) , fragrance shuffle  ( 3.6 % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 3.6 % ) .	The fragrance ) most frequently positive allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( % , ) , neomycin ( 10.1 , ) , fragrance mix I ( 5.5 11.0 ) , quaternium , 15 ( 8.6 % ) , @DRUG$ chloride ( 8.4 % ) , bacitracin ( 7.9 % 15 , @DRUG$ ( 7.7 % ) - methyldibromoglutaronitrile / phenoxyethanol ( 9.4 % ) % p-phenylenediamine ( 5.3 % ) , propolis % 4.9 % ) % 4.1 mix ( 4.5 % ) , potassium dichromate ( carba and ) , top mix II ( 3.6 % ) , % methylchloroisothiazolinone / methylisothiazolinone ( 3.6 ( ) .	The top 15 most frequently positive allergens nickel sulfate ( 19.5 % ) , pereirae 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , @DRUG$ chloride ( % ) , bacitracin ( 7.9 % ) , @DRUG$ ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) p-phenylenediamine ( 5.3 ) , propolis ( 4.9 % ) , carba mix ( 4.5 % ) , potassium dichromate ( 4.1 % ) , fragrance mix II ( 3.6 % ) , and methylchloroisothiazolinone methylisothiazolinone ( 3.6 % ) .	The top 15 most frequently positive allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I ( 9.4 % ) , quaternium - 15 ( 8	1
0	All three of these agents are promising alternatives for the treatment of cSSSIs in cases where more economical options such @DRUG$ @DRUG$ have been ineffective, in cases of reduced vancomycin susceptibility or resistance, or where vancomycin use has been associated with adverse events.	whole three of these agents are promising alternatives for the discourse of cSSSIs in cases where more economical options such @DRUG$ @DRUG$ have been ineffective , in cases of reduced vancomycin susceptibility or electric resistance , or where vancomycin use has been associate with adverse events .	options are of these agents has where alternatives for the treatment of cSSSIs in cases promising more economical All such @DRUG$ @DRUG$ have been ineffective , in cases of reduced vancomycin susceptibility or resistance , or where vancomycin use three been associated with adverse events .	All three of agents are promising alternatives for the treatment of cSSSIs in cases where more economical options such @DRUG$ @DRUG$ have , in cases of reduced vancomycin susceptibility or resistance , or where vancomycin use has been associated with adverse events .	@DRUG$ and @DRUG$ are both promising alternatives for the treatment of cSSSIs in cases where more economical options such as DRUGA have been ineffective, in cases of reduced vancomycin susceptibility or resistance, or where vancomycin use has been associated with adverse events.	0
0	RESULTS: @DRUG$ juice, compared with water intake, significantly (P<0.05) increased the mean Cmax value (1.65+/-0.94 versus 2.51+/-0.68 microg/ml) and the mean AUC0-12 value of @DRUG$ (5.92+/-3.25 versus 8.80+/-1.32microg.h/ml).	RESULTS : @DRUG$ juice , compare with weewee intake , importantly ( P< 0.05 ) increased the mean Cmax value ( 1.65+/-0.94 versus 2.51+/-0.68 microg /ml ) and the mean AUC0 - twelve value of @DRUG$ ( 5.92+/-3.25 versus 8.80+/-1.32microg.h/ml ) .	RESULTS : @DRUG$ juice , compared with ) 5.92+/-3.25 , significantly ( P< 0.05 water increased the mean Cmax value 2.51+/-0.68 1.65+/-0.94 versus ( microg /ml ( and the mean AUC0 - 12 value of @DRUG$ ) intake versus 8.80+/-1.32microg.h/ml ) .	RESULTS : @DRUG$ juice , compared with water intake , significantly ( P< 0.05 ) increased mean Cmax value ( 1.65+/-0.94 versus 2.51+/-0.68 microg /ml ) and the mean AUC0 12 value of @DRUG$ ( 5.92+/-3.25 versus 8.80+/-1.32microg.h/ml )	@DRUG$ significantly increased the mean Cmax and mean AUC0-12 value of @DRUG$.	0
1	This effect was potentiated by @DRUG$, both systematically administered (5 mg/kg i.p.) and locally applied (1.4 microM), but not by @DRUG$ (4 mg/kg i.p.).	This effect was potentiated by @DRUG$ , both systematically administered ( five magnesium / kg i.p. ) and locally applied ( 1.4 microM ) , but not by @DRUG$ ( quatern magnesium / kg i.p. ) .	This ( was potentiated by @DRUG$ , both systematically administered ( 5 mg / kg i.p. 1.4 and locally applied ( ) microM but , ) not by @DRUG$ effect 4 mg / kg i.p. ) .	This effect was potentiated by @DRUG$ , both systematically administered ( 5 mg / kg i.p. ) and locally applied ( 1.4 microM , but by @DRUG$ ( 4 mg / kg i.p. ) .	@DRUG$ potentiates the effect of @DRUG$, both when it is administered systemically (by injection) and when it is applied locally (directly to the tissue).	0
0	RESULTS: In the primary analysis, AP significantly improved Ashworth scores compared with placebo over the dosing interval: least-squares mean reduction versus placebo was 0.60 for @DRUG$ 20 @DRUG$ (P=0.0059) and 0.88 for AP 30 mg (P=0.0007).	RESULTS : indium the primary analytic thinking , AP importantly improved Ashworth scores compared with placebo over the dosing interval : least-squares mean reduction versus placebo was 0.60 for @DRUG$ 20 @DRUG$ ( P=0.0059 ) and 0.88 for AP thirty mg ( P=0.0007 ) .	RESULTS : In the primary analysis , AP 30 improved Ashworth scores compared over ( with the dosing interval : least-squares mean reduction versus placebo was 0.60 for @DRUG$ 20 @DRUG$ placebo P=0.0059 ) and mg for AP significantly 0.88 ( P=0.0007 ) .	RESULTS In the primary analysis , AP significantly Ashworth scores compared with placebo over the dosing interval least-squares mean reduction versus placebo was 0.60 for @DRUG$ 20 @DRUG$ ( P=0.0059 ) and 0.88 for AP 30 mg ( )	AP significantly improved Ashworth scores compared with placebo over the dosing interval.	1
0	After @DRUG$-treatment, fibrinogen decreased (genistein = 3.18 +/- 0.12 g/L; placebo = 3.83 +/- 0.04 g/L; @DRUG$ < 0.001) with respect to placebo.	afterwards @DRUG$ - treatment , factor i decreased ( genistein = 3.18 +/- 0.12 g/L ; placebo = 3.83 +/- 0.04 g/L ; @DRUG$ < 0.001 ) with value to placebo .	After @DRUG$ - treatment , fibrinogen decreased ( ; = placebo +/- 0.12 g/L 3.18 placebo = 3.83 +/- 0.04 g/L ; @DRUG$ < 0.001 ) with respect to genistein .	After @DRUG$ - treatment , fibrinogen decreased ( genistein = 3.18 +/- 0.12 g/L ; placebo = 3.83 0.04 g/L ; @DRUG$ < 0.001 ) with respect to placebo .	After @DRUG$ - treatment , fibrinogen decreased ( genistein = 3.18 +/- 0.12 g/L ; placebo = 3.83 +/- 0.04 g/L ; @DRUG$ < 0.001 ) with respect to placebo ."In other words,	0
0	In a Phase III, randomized, blinded clinical trial evaluating @DRUG$ (50 mg/d) versus fluconazole (100 mg/@DRUG$) for the treatment of EC, 97.2% and 98.9% of patients who received anidulafungin and fluconazole, respectively, showed evidence of cure or improvement (treatment difference, -1.6%; 95% CI, -4.1 to 0.8).	In a Phase III , randomise , blinded clinical trial evaluating @DRUG$ ( fifty mg / d ) versus fluconazole ( 100 mg / @DRUG$ ) for the treatment of european community , 97.2 % and 98.9 % of patients who welcome anidulafungin and fluconazole , respectively , showed evidence of cure or melioration ( treatment departure , - 1.6 % ; 95 % hundred and one , -4.1 to 0.8 ) .	In ) % III difference randomized 50 blinded ; trial evaluating @DRUG$ ( , mg / d ) versus fluconazole ( 100 mg / @DRUG$ ) for the treatment of EC , 97.2 % and of % 98.9 patients who received anidulafungin and improvement , respectively , showed evidence of cure or fluconazole ( treatment , , - 1.6 Phase clinical 95 % CI , -4.1 to 0.8 a .	In a Phase III randomized , blinded clinical evaluating @DRUG$ ( 50 mg / d ) versus fluconazole ( 100 mg / @DRUG$ ) for the treatment of , 97.2 % and 98.9 % of patients who anidulafungin and fluconazole , respectively , showed evidence of cure or improvement ( treatment difference , - 1.6 % ; 95 % CI , -4.1 to 0.8 ) .	97.2% of patients who received anidulafungin and fluconazole, respectively, showed evidence of cure or improvement.	1
0	QT prolongation, a classic risk factor for arrhythmias, can result from a mutation in one of the genes governing cardiac repolarization and also can result from the intake of a medication acting as blocker of the cardiac @DRUG$(+) channel human @DRUG$-a-go-go-related gene (HERG).	QT lengthiness , a classic risk of infection factor for arrhythmia , can result from a mutation in single of the genes government cardiac repolarization and also can result from the intake of a medication acting as blocker of the cardiac @DRUG$ ( + ) channel human @DRUG$ - a- go-go-related gene ( HERG ) .	QT can , a classic risk human for a , prolongation result from a mutation in one of the genes governing cardiac repolarization and arrhythmias can result from the intake of also medication acting as blocker of the cardiac @DRUG$ ( + ) channel HERG @DRUG$ - a- go-go-related gene ( factor ) .	QT prolongation , a classic risk for arrhythmias can a mutation one of genes governing cardiac and also can result the intake of a medication acting as blocker of cardiac @DRUG$ ( + ) channel human @DRUG$ - a- go-go-related gene ( HERG ) .	QT prolongation can result from a mutation in one of the genes governing cardiac repolarization and also can result from the intake of a medication acting as blocker of the cardiac @DRUG$ ( + ) channel human @DRUG$ - a- go-go-related gene ( HERG ) .	0
0	When these slices were placed in a two-compartment bath, the cortical tissue could be depolarized, relative to the corpus callosum, by superfusions of high K+, or by @DRUG$ such as L-glutamate, L-aspartate, quisqualate, kainate and N-methyl @DRUG$-aspartate (NMDA).	When these gash were rank in a two -compartment bath , the cortical tissue could be depolarize , relative to the corpus callosum , by superfusions of richly one thousand + , or by @DRUG$ such as L-glutamate , L-aspartate , quisqualate , kainate and N-methyl @DRUG$ - aspartate ( NMDA ) .	When ) slices were placed in a two -compartment , , the cortical tissue could be depolarized , quisqualate to the corpus callosum , by superfusions of high K + , ( by @DRUG$ these as L-glutamate , L-aspartate bath relative , kainate and N-methyl @DRUG$ - aspartate or NMDA such .	When these slices were in a two -compartment , the cortical tissue could be depolarized , relative to the corpus callosum , superfusions of high K + , or by @DRUG$ such as L-glutamate , L-aspartate , quisqualate , kainate and N-methyl @DRUG$ - aspartate ( NMDA ) .	When these slices were placed in a two -compartment bath , the cortical tissue could be depolarized , relative to the corpus callosum , by superfusions of high K + , or by @DRUG$ such as L-glutamate , L-aspartate , quisqual	1
0	The results demonstrate that @DRUG$ is rapidly transformed in the absence of @DRUG$ to the corresponding aromatic amine, 4-hydroxy-3-aminophenylarsonic acid (HAPA).	The results demonstrate that @DRUG$ is speedily transformed in the absence of @DRUG$ to the corresponding aromatic amine , 4 - hydroxy - terzetto - aminophenylarsonic acerbic ( HAPA ) .	The results demonstrate that @DRUG$ is rapidly transformed in amine absence of @DRUG$ to the corresponding aromatic the , 4 acid hydroxy - 3 - aminophenylarsonic - HAPA ( ) .	The results demonstrate that @DRUG$ is rapidly transformed in the absence of @DRUG$ to corresponding aromatic amine , 4 - hydroxy - 3 - acid ( HAPA ) .	@DRUG$ is rapidly transformed in the absence of @DRUG$ to the corresponding aromatic amine, 4-hydroxy-3-aminophenylarsonic acid (HAPA).	0
0	They control elevated blood @DRUG$ by triggering pancreatic insulin secretion, suppressing pancreatic @DRUG$ secretion, and signalling the liver to reduce glucose production.	They control elevated blood @DRUG$ by triggering pancreatic insulin secretion , suppressing pancreatic @DRUG$ secretion , and bespeak the liver colored to reduce glucose production .	They control pancreatic blood @DRUG$ by triggering elevated insulin liver , suppressing pancreatic @DRUG$ secretion , and signalling the secretion to reduce glucose production .	They control elevated @DRUG$ triggering pancreatic insulin secretion , suppressing pancreatic @DRUG$ secretion , and signalling the reduce glucose production .	@DRUG$ and @DRUG$ work together to control blood sugar levels. DRUGA triggers insulin secretion from the pancreas, which suppresses DRUGB secretion from the pancreas. DRUGA also signals the liver to reduce glucose production.	0
0	OBJECTIVES: The objectives of the study are to determine if THC, a cannabinoid agonist, and @DRUG$, an alpha(2)-adrenergic receptor agonist, given alone and in combination, decreased symptoms of marijuana withdrawal and relapse, defined @DRUG$ a return to marijuana use after a period of abstinence.	OBJECTIVES : The target of the study are to determine if THC , a cannabinoid agonist , and @DRUG$ , an alpha ( ii ) - adrenergic receptor agonist , given alone and in combination , fall symptoms of marijuana withdrawal and relapse , defined @DRUG$ a refund to marijuana use after a menstruation of abstinence .	OBJECTIVES abstinence The objectives of the study are decreased determine if THC , a and agonist , and adrenergic , an alpha ( 2 ) - @DRUG$ receptor agonist , of alone and in combination , to symptoms given marijuana withdrawal cannabinoid relapse , defined @DRUG$ a return to marijuana use after a period of : .	OBJECTIVES : objectives of the study are to determine if THC , a cannabinoid agonist , and , an alpha 2 ) - adrenergic receptor agonist , given alone and in combination decreased symptoms of marijuana withdrawal and relapse , defined @DRUG$ a return to marijuana use after a period of abstinence .	The study will determine if THC, a cannabinoid agonist, and @DRUG$, an alpha (2) - adrenergic receptor agonist, given alone and in combination, decrease symptoms of marijuana withdrawal and relapse.	1
0	This review highlights the recent clinical research that supports the therapeutic utility of @DRUG$ @DRUG$ a multifaceted drug.	This review highlights the recent clinical research that supports the therapeutic utility of @DRUG$ @DRUG$ a multifarious drug .	This review highlights the recent clinical research that supports utility therapeutic the of @DRUG$ @DRUG$ a multifaceted drug .	This review highlights the recent clinical research that the therapeutic utility of @DRUG$ @DRUG$ multifaceted drug	@DRUG$ is a drug that has been shown to be therapeutically useful in a variety of ways.	1
0	PaO2 and @DRUG$ oxygen saturation decreased after @DRUG$, and medetomidine-midazolam caused a marked hypoxaemia.	PaO2 and @DRUG$ oxygen saturation decreased after @DRUG$ , and medetomidine -midazolam cause a marked hypoxaemia .	PaO2 and @DRUG$ marked saturation decreased after @DRUG$ , and medetomidine -midazolam caused a oxygen hypoxaemia .	PaO2 and @DRUG$ oxygen saturation decreased after @DRUG$ , medetomidine -midazolam a marked hypoxaemia .	After @DRUG$ was administered, PaO2 and @DRUG$ oxygen saturation decreased, and medetomidine -midazolam caused a marked hypoxaemia .	0
0	Every 7 @DRUG$ the treating psychiatrist could increase the haloperidol dose by 3 @DRUG$ per day if clinically necessary.	every 7 @DRUG$ the treating psychiatrist could increase the haloperidol dose by deuce ace @DRUG$ per day if clinically necessary .	the 7 @DRUG$ the treating psychiatrist could increase Every dose haloperidol by 3 @DRUG$ per day if clinically necessary .	Every 7 @DRUG$ the psychiatrist could increase haloperidol 3 @DRUG$ per day if clinically necessary .	For every 7 @DRUG$, the treating psychiatrist could increase the haloperidol dose by 3 @DRUG$ per day if clinically necessary.	0
0	Preliminary data suggest that @DRUG$ is equivalent to @DRUG$ (stilboestrol) in terms of disease-free survival in men with prostate cancer.	overture data evoke that @DRUG$ is equivalent to @DRUG$ ( stilboestrol ) in terms of disease - free survival in men with prostate cancer .	Preliminary data survival that @DRUG$ is equivalent to @DRUG$ ( stilboestrol ) in terms with disease - free suggest in men of prostate cancer .	Preliminary data suggest that @DRUG$ is equivalent to @DRUG$ ( stilboestrol ) in terms of disease - free survival in men prostate cancer .	Preliminary data suggest that @DRUG$ is just as effective as @DRUG$ ( stilboestrol ) in terms of preventing disease recurrence in men with prostate cancer .	0
0	Since the therapeutic dose of salmeterol is very low, it is unlikely that any clinically relevant interactions will be observed as a consequence of the coadministration of salmeterol and other drugs, such @DRUG$ @DRUG$, that are metabolised by CYP3A.	Since the therapeutical dose of salmeterol is very down , it is unlikely that any clinically relevant interactions will be observed as a consequence of the coadministration of salmeterol and other drug , such @DRUG$ @DRUG$ , that are metabolize by CYP3A .	Since the therapeutic dose of by is very low , and is unlikely that any it relevant interactions will as observed be a consequence of the coadministration of salmeterol clinically other drugs , such @DRUG$ @DRUG$ , that are metabolised salmeterol CYP3A .	Since therapeutic dose of salmeterol is very low , it is unlikely that any clinically interactions will be observed as a consequence of the coadministration salmeterol other drugs , such @DRUG$ @DRUG$ , that are metabolised CYP3A .	Since the therapeutic dose of salmeterol is very low, it is unlikely that any clinically relevant interactions will be observed as a consequence of the coadministration of salmeterol and other drugs, such as @DRUG$, that are metabolised by CYP3A.	1
0	These findings indicate that ASE is similar to @DRUG$ and other atypical antipsychotic drugs in preferentially increasing the efflux of DA, @DRUG$, and ACh in the mPFC and HIP compared with the NAC, and suggests that, like these agents, it may also improve cognitive function and negative symptoms in patients with schizophrenia.	These find out indicate that ASE is similar to @DRUG$ and other atypical antipsychotic drugs in preferentially increasing the efflux of DA , @DRUG$ , and ACh in the mPFC and pelvic girdle compared with the NAC , and hint that , like these agents , it may also ameliorate cognitive function and electronegative symptoms in patients with schizophrenia .	with , indicate drugs ASE is similar to @DRUG$ and other negative antipsychotic that in preferentially increasing the efflux of DA , @DRUG$ findings and ACh in the mPFC and HIP compared These atypical NAC , and suggests that , like these agents , it may also improve cognitive function and the symptoms in patients with schizophrenia .	These findings indicate that ASE is similar to @DRUG$ and other atypical antipsychotic drugs in preferentially increasing the efflux of DA , @DRUG$ , and ACh in the mPFC HIP compared with the NAC , and suggests that like , it also cognitive and negative symptoms in patients with schizophrenia	ASE is similar to other atypical antipsychotic drugs in that it preferentially increases the efflux of DA, @DRUG$, and ACh in the mPFC and HIP compared with the NAC. This suggests that, like these agents, it may also improve cognitive function and	1
1	A chromogenic substrate assay was used to determine the pseudo-first order constant kinetic of thrombin inhibition (@DRUG$'=k(obs)/min) either in defibrinated PPP or antithrombin (AT) or heparin cofactor II (HCII) depleted defibrinated PPP in the absence and presence of @DRUG$ or its components, alone and in combination.	A chromogenic substrate assay was use to determine the pseudo-first order constant kinetic of thrombin inhibition ( @DRUG$ ' =k ( obs ) / minute ) either in defibrinate PPP or antithrombin ( at ) or heparin cofactor II ( HCII ) depleted defibrinate PPP in the absence and front of @DRUG$ or its components , alone and in compounding .	A chromogenic of assay was used to determine the pseudo-first order constant kinetic substrate thrombin inhibition ( @DRUG$ ' its ( obs ) / and ) either in defibrinated PPP or antithrombin the AT alone or heparin cofactor II ( HCII ) depleted defibrinated PPP in ( absence min presence of @DRUG$ or ) components , =k and in combination .	substrate assay was used to determine the pseudo-first order constant kinetic of inhibition @DRUG$ ' =k ( ) / min ) either in defibrinated PPP or antithrombin ( AT ) or heparin cofactor II ( HCII ) depleted defibrinated PPP in the absence and presence of @DRUG$ or its components , alone and in combination	The pseudo-first order constant kinetic of thrombin inhibition ( @DRUG$ ' =k ( obs ) / min ) was determined either in defibrinated PPP or antithrombin ( AT ) or heparin cofactor II ( HCII ) depleted defibrinated PPP in	1
1	Glucarpidase should not be administered within 2 hours of leucovorin, because this agent is a reduced @DRUG$ which competes with @DRUG$ for the enzyme and glucarpidase inactivates leucovorin.	Glucarpidase should not be administered within  hours of leucovorin , because this factor is a slim @DRUG$ which competes with @DRUG$ for the enzyme and glucarpidase inactivates leucovorin .	Glucarpidase should not be administered within 2 hours of leucovorin , because this agent is a for @DRUG$ which competes glucarpidase @DRUG$ reduced inactivates enzyme and with the leucovorin .	Glucarpidase should not be administered within 2 hours of leucovorin , because this is a reduced @DRUG$ which competes @DRUG$ for the enzyme and glucarpidase inactivates leucovorin .	@DRUG$ and @DRUG$ compete for the same enzyme, and DRUGA inactivates DRUGB.	0
1	Patients also assessed the overall efficacy of @DRUG$ as superior to that of @DRUG$ at visits 3 (8 +/- 1 days) (p = 0.0235) and 4 (15 +/- 1 days) (p = 0.0272).	patient role also assessed the overall efficacy of @DRUG$ as superior to that of @DRUG$ at sojourn trey ( eighter +/- 1 days ) ( p = 0.0235 ) and 4 ( 15 +/- 1 days ) ( p = 0.0272 ) .	Patients 0.0272 assessed days overall efficacy of @DRUG$ also superior to that of @DRUG$ at visits 3 ( 8 +/- 1 p ) ( p = 0.0235 ) and 4 ( 15 +/- 1 days ) ( the = as ) .	Patients also assessed the overall efficacy of @DRUG$ as superior to that of @DRUG$ at visits ( 8 +/- 1 days ) ( p = 0.0235 ) and ( 15 +/- 1 days ) ( p = 0.0272 )	Patients also assessed the overall efficacy of @DRUG$ as superior to that of @DRUG$ at visits 3 ( 8 +/- 1 days ) ( p = 0.0235 ) and 4 ( 15 +/- 1 days ) ( p = 0.0272 ) ."DRUGA is more	0
0	Antidepressants increase glial cell line-derived neurotrophic factor (GDNF) production through monoamine-independent protein-tyrosine kinase, extracellular signal-regulated kinase (ERK), and @DRUG$ responsive element-binding protein (CREB) activation in glial cells (Hisaoka, K., Takebayashi, M., Tsuchioka, @DRUG$., Maeda, N., Nakata, Y., and Yamawaki, S. (2007) J. Pharmacol.	Antidepressants gain glial prison cell line- infer neurotrophic factor ( GDNF ) yield through monoamine - freelancer protein-tyrosine kinase , extracellular signal - regulated kinase ( ERK ) , and @DRUG$ responsive element - cover protein ( CREB ) activation in glial jail cell ( Hisaoka , K. , Takebayashi , M. , Tsuchioka , @DRUG$ . , Maeda , N. , Nakata , Y. , and Yamawaki , S. ( 2007 ) J. Pharmacol .	M. increase and cell line- derived neurotrophic factor ( ) ) production through monoamine - independent glial K. , extracellular ( - regulated kinase signal ERK GDNF , and @DRUG$ responsive element - binding protein ( CREB ) activation in protein-tyrosine cells ( Hisaoka , kinase , Takebayashi , Antidepressants , Tsuchioka , @DRUG$ . , Maeda , N. , Nakata , Y. , glial Yamawaki , S. ( 2007 ) J. Pharmacol .	Antidepressants increase cell line- derived neurotrophic ( GDNF ) production through monoamine - independent kinase extracellular signal - regulated ( ERK ) , and @DRUG$ responsive element - binding protein ( CREB ) activation in cells ( Hisaoka , K. , Takebayashi M. , Tsuchioka , @DRUG$ . , , N. , Nakata , Y. , and Yamawaki , S. ( 2007 ) J. Pharmacol .	Antidepressants increase GDNF production through monoamine - independent protein-tyrosine kinase , ERK , and CREB activation in glial cells.	1
0	Ten placental perfusion studies were performed, with concentrations of @DRUG$ in the maternal compartment ranging from 322 to 2197 @DRUG$/mL (within reference therapeutic ranges).	Ten placental perfusion studies were execute , with concentrations of @DRUG$ in the maternal compartment ranging from 322 to 2197 @DRUG$ / mL ( inside reference alterative ranges ) .	Ten placental perfusion reference were performed , with concentrations of @DRUG$ in the maternal compartment ranging from 322 to ranges @DRUG$ 2197 mL ( within studies therapeutic / ) .	placental perfusion were performed , with concentrations of @DRUG$ the maternal compartment ranging from 322 to 2197 @DRUG$ mL ( within reference ranges ) .	The concentration of @DRUG$ in the maternal compartment ranged from 322 to 2197 @DRUG$ / mL.	0
0	@DRUG$ and @DRUG$ 9-1079 showed a relatively short plasma elimination half-life (1.58-4.50h) and a small systemic accumulation after multiple-dosing.	@DRUG$ and @DRUG$ 9 - 1079 showed a relatively brusk plasma voiding half - life ( 1.58- 4.50h ) and a small systemic accumulation after multiple -dosing .	@DRUG$ and @DRUG$ 9 - -dosing showed a relatively short plasma elimination half - life ( 1.58- 4.50h ) and small a systemic accumulation after multiple 1079 .	@DRUG$ and @DRUG$ - 1079 showed a relatively short elimination - life ( 1.58- 4.50h ) and a small systemic accumulation multiple .	@DRUG$ and @DRUG$ showed a relatively short plasma elimination half-life (1.58-4.50h) and a small systemic accumulation after multiple-dosing.	0
0	The high cure rates of @DRUG$ against dermatophytes, @DRUG$ shown in many studies since its launch in the 1990s, together with lack of clinically significant drug interactions and well established safety record, indicate the use of continuous oral terbinafine as the top choice for the treatment of onychomycosis in most patients.	The gamy cure rates of @DRUG$ against dermatophytes , @DRUG$ shown in many studies since its plunge in the 1990s , together with miss of clinically significant drug interactions and good established safety record , indicate the use of continuous oral lamisil as the top choice for the treatment of onychomycosis in most patients .	The high cure rates of @DRUG$ against dermatophytes , @DRUG$ shown in many studies since its launch in the 1990s , together with lack of established significant drug interactions the well patients , record safety indicate the use of continuous oral terbinafine as the clinically choice for and treatment of onychomycosis in most top .	The high cure rates of @DRUG$ against dermatophytes , @DRUG$ shown in many studies its launch in the 1990s , together with of clinically significant drug and well established safety record , indicate the use of continuous oral terbinafine as the top choice for the treatment of onychomycosis in patients .	@DRUG$ is a much better choice for the treatment of onychomycosis than @DRUG$, due to its high cure rates and lack of clinically significant drug interactions.	0
1	Under these conditions both disulfiram (bis(diethylthiocarbamoyl)disulphide), and its first mammalian metabolite, ditiocarb (@DRUG$), showed high levels of activity against metronidazole-sensitive (@DRUG$ MIC, 0.1-0.7 microM; ditiocarb MIC, 0.3-9 microM) and -resistant (MICs 0.2-1.3 microM and 1.2-9 microM respectively) isolates.	Under these experimental condition both disulfiram ( bismuth ( diethylthiocarbamoyl ) disulphide ) , and its start mammal metabolite , ditiocarb ( @DRUG$ ) , showed mellow levels of activity against metronidazole-sensitive ( @DRUG$ MIC , 0.1-0.7 microM ; ditiocarb MIC , 0.3- 9 microM ) and - tolerant ( MICs 0.2-1.3 microM and 1.2- 9 microM respectively ) isolates .	and these ( both disulfiram ( bis ( diethylthiocarbamoyl ) disulphide ) , Under its ) mammalian metabolite , ditiocarb ( @DRUG$ ) , showed high levels of microM against metronidazole-sensitive ( @DRUG$ MIC , 0.1-0.7 microM ; and MIC MICs 0.3- 9 activity first ditiocarb - resistant conditions , 0.2-1.3 microM and 1.2- 9 microM respectively ) isolates .	Under these conditions both disulfiram ( ( diethylthiocarbamoyl ) disulphide ) , and its first metabolite , ditiocarb ( @DRUG$ ) , showed levels against metronidazole-sensitive ( @DRUG$ MIC , 0.1-0.7 microM ; ditiocarb , 0.3- 9 microM ) and - resistant ( MICs 0.2-1.3 microM 1.2- microM respectively ) isolates .	Disulfiram (@DRUG$) showed high levels of activity against metronidazole-sensitive (@DRUG$ MIC, 0.1-0.7 microM; ditiocarb MIC, 0.3-9 microM) and -resistant (MICs 0.	0
0	Lorcaserin stimulates proopiomelanocortin (POMC)/@DRUG$- and amphetamine-regulated transcript (CART) neurons and inhibits @DRUG$ (NPY)/agouti-related peptide (AgRP) neurons, which results in the activation of melanocortin 3/4 receptors.	Lorcaserin stimulates proopiomelanocortin ( POMC ) / @DRUG$ - and speed - regulate transcript ( CART ) neurons and inhibits @DRUG$ ( NPY ) / agouti-related peptide ( AgRP ) neurons , which solution in the activating of melanocortin 3/4 receptors .	Lorcaserin stimulates proopiomelanocortin ( POMC neurons / @DRUG$ - and amphetamine CART regulated transcript ( - ) neurons and inhibits @DRUG$ ( NPY ) / agouti-related peptide activation AgRP ( ) , which results in the ) of melanocortin 3/4 receptors .	Lorcaserin stimulates proopiomelanocortin ( POMC ) / @DRUG$ - and amphetamine - regulated transcript ( CART ) neurons and inhibits @DRUG$ ( NPY ) agouti-related peptide ( AgRP ) neurons , which in the activation of melanocortin 3/4 receptors .	Lorcaserin stimulates proopiomelanocortin ( POMC ) / @DRUG$ - and amphetamine - regulated transcript ( CART ) neurons and inhibits @DRUG$ ( NPY ) / agouti-related peptide ( AgRP ) neurons , which results in	0
1	Of the drugs studied, the following order of potency in displacing [3H]@DRUG$ was found: trazodone greater than prazosin greater than doxazosin greater than propranolol greater than @DRUG$ = amoxapine = trimazosin = amitriptyline greater than imipramine greater than nortriptyline = desipramine = nomifensine greater than bupropion = maprotiline.	Of the drug studied , the following regularize of potency in give the sack [ 3H ] @DRUG$ was found : trazodone greater than prazosin greater than cardura greater than propranolol greater than @DRUG$ = amoxapine = trimazosin = amitriptyline greater than impramine hydrochloride greater than nortriptyline = desipramine = nomifensine greater than bupropion = maprotiline .	greater than drugs studied , the following order of = [ displacing in 3H ] @DRUG$ was found : trazodone greater the prazosin Of than doxazosin greater than than greater propranolol @DRUG$ = amoxapine = trimazosin = amitriptyline greater than imipramine greater than nortriptyline = desipramine = nomifensine greater than bupropion potency maprotiline .	Of the drugs studied , the following order of potency in displacing [ 3H ] @DRUG$ was found : trazodone greater than prazosin greater than doxazosin greater than propranolol than @DRUG$ = amoxapine = trimazosin = amitriptyline greater than imipramine greater than nortriptyline = desipramine = nomifensine greater than bupropion = maprotiline .	The higher the potency of a drug in displacing [ 3H ] @DRUG$ from its receptor, the greater its ability to inhibit the activity of @DRUG$.	0
0	OBJECTIVE: This study evaluated the relative bioavailability and pharmacokinetics of elvitegravir (EVG), emtricitabine (FTC), tenofovir disoproxil fumarate (TDF), and a investigational pharmacoenhancer, @DRUG$ (GS-9350, COBI) coformulated as a fixed-dose combination tablet (FDC) compared with ritonavir-boosted @DRUG$ and FTC + TDF in healthy subjects.	OBJECTIVE : This examine evaluated the comparative bioavailability and pharmacokinetics of elvitegravir ( EVG ) , emtricitabine ( ftc ) , tenofovir disoproxil fumarate ( TDF ) , and a investigational pharmacoenhancer , @DRUG$ ( grand - 9350 , COBI ) coformulated as a fixed - cupids itch compounding tablet ( FDC ) compared with ritonavir-boosted @DRUG$ and ftc + TDF in healthy subjects .	OBJECTIVE and This study evaluated the relative bioavailability : pharmacokinetics of elvitegravir ) subjects ( , emtricitabine ( FTC ) and tenofovir disoproxil fumarate ( TDF ) , , in investigational pharmacoenhancer , @DRUG$ ( GS ) 9350 , COBI - coformulated as a fixed - dose combination tablet ( FDC ) compared with ritonavir-boosted @DRUG$ and FTC + TDF a healthy EVG .	OBJECTIVE : This study evaluated the relative bioavailability and pharmacokinetics of elvitegravir ( EVG ) emtricitabine ( FTC ) , disoproxil fumarate ( TDF ) , and a investigational pharmacoenhancer , @DRUG$ ( - 9350 , COBI ) coformulated as a fixed - dose combination tablet ( FDC ) compared with ritonavir-boosted @DRUG$ and FTC + TDF in healthy subjects .	The study found that the investigational pharmacoenhancer, @DRUG$, coformulated as a fixed-dose combination tablet (FDC) compared with ritonavir-boosted @DRUG$ and FTC + TDF in healthy subjects.	0
1	A moderate hypokalaemia seen during @DRUG$ treatment was not correlated to changes in plasma @DRUG$ concentration.	antiophthalmic factor moderate hypokalaemia seen during @DRUG$ treatment was not correlated to changes in plasma @DRUG$ concentration .	A plasma hypokalaemia seen during @DRUG$ treatment was not correlated to changes in moderate @DRUG$ concentration .	A moderate hypokalaemia seen during @DRUG$ treatment was correlated to changes in plasma @DRUG$ concentration .	A moderate hypokalaemia seen during @DRUG$ treatment was not correlated to changes in plasma @DRUG$ concentration ."In other words, the relationship between DRUGA and DRUGB is that a moderate hypokalaemia seen during DRUGA treatment was not correlated to changes in	0
0	It is concluded that @DRUG$ is of limited value @DRUG$ a long term anticonvulsant and that the high incidence of tolerance is not reduced by the use of low doses.	It is concluded that @DRUG$ is of limited value @DRUG$ a long term anticonvulsant and that the high relative incidence of allowance is not rock bottom by the use of low doses .	It is concluded that @DRUG$ is of limited value @DRUG$ a long use anticonvulsant that and the of incidence of tolerance is not reduced by the term high low doses .	It is concluded that @DRUG$ is of limited value @DRUG$ a long anticonvulsant that the high incidence of tolerance is not reduced by the of low doses	@DRUG$ is not very effective as an anticonvulsant drug, while @DRUG$ is a more effective anticonvulsant drug, but tolerance to its effects develops more quickly.	0
0	Blood pressure response rates reached 69.6% on enalapril plus lercanidipine @DRUG$ compared with 53.6% on enalapril plus @DRUG$ (difference between treatments, P > 0.05).	Blood pressure reception fink reached 69.6 % on enalapril plus lercanidipine @DRUG$ compared with 53.6 % on enalapril plus @DRUG$ ( difference between treatments , atomic number  > 0.05 ) .	Blood between response rates reached 69.6 % on enalapril plus 0.05 @DRUG$ compared with 53.6 % on enalapril plus @DRUG$ ( difference treatments pressure , P > lercanidipine ) .	Blood pressure response rates reached 69.6 % on enalapril plus lercanidipine @DRUG$ compared with 53.6 % on enalapril plus @DRUG$ ( difference between treatments , > 0.05 .	Blood pressure response rates were higher on enalapril plus lercanidipine @DRUG$ than on enalapril plus @DRUG$.	0
1	Paroxetine is associated with cholinergic muscarinic antagonism and potent inhibition of CYP2D6, and @DRUG$ has moderate drug interaction issues in comparison with @DRUG$.	Paroxetine is associated with cholinergic muscarinic enmity and stiff inhibition of CYP2D6 , and @DRUG$ has moderate drug interaction issues in comparison with @DRUG$ .	Paroxetine is associated with cholinergic muscarinic interaction and moderate inhibition of CYP2D6 , and @DRUG$ has potent drug antagonism issues in comparison with @DRUG$ .	Paroxetine is associated with cholinergic muscarinic antagonism and potent inhibition of CYP2D6 , and @DRUG$ has moderate drug interaction issues in comparison with @DRUG$ .	Paroxetine (@DRUG$) is associated with cholinergic muscarinic antagonism (a drug interaction) and potent inhibition of CYP2D6 (a drug interaction issue), and DRUGA has moderate drug interaction issues in comparison with @DRUG$ .	0
0	METHODS: In this multicenter, single-masked, randomized study, 240 patients with signs and symptoms of allergic conjunctivitis were randomized to receive 1 of the following 8 treatments twice daily: cromolyn sodium/@DRUG$ maleate, @DRUG$, epinastine, fluorometholone, ketotifen, levocabastine, naphazoline/antazoline, and olopatadine.	METHODS : In this multicenter , single-masked , randomized study , 240 patients with signs and symptoms of allergic conjunctivitis were randomized to receive ace of the pursue octet discourse double daily : cromolyn sodium / @DRUG$ maleate , @DRUG$ , epinastine , fluorometholone , ketotifen , levocabastine , naphazoline / antazoline , and olopatadine .	METHODS olopatadine In patients multicenter , single-masked , 8 study , 240 this with signs and symptoms of allergic randomized following conjunctivitis to receive 1 of the were randomized treatments twice daily : cromolyn sodium / @DRUG$ maleate , @DRUG$ , epinastine , fluorometholone , ketotifen , levocabastine , naphazoline / antazoline , and : .	: In this , single-masked , randomized study 240 patients with signs and symptoms of allergic conjunctivitis were to receive 1 of the following 8 twice daily cromolyn sodium / @DRUG$ maleate , @DRUG$ , epinastine , fluorometholone ketotifen , levocabastine , naphazoline / antazoline , olopatadine .	Cromolyn sodium / @DRUG$ maleate, @DRUG$, epinastine, fluorometholone, ketotifen, levocabastine, naphazoline / antazoline, and olopatadine	0
0	Although present in the cell walls of most plants @DRUG$ pomace and @DRUG$ peel are the two major sources of commercial pectin due to the poor gelling behavior of pectin from other sources.	Although present tense in the cell walls of most plants @DRUG$ pomace and @DRUG$ peel are the two major sources of commercial grade pectin due to the miserable gelling behavior of pectin from other sources .	Although present in the cell walls of from plants @DRUG$ pomace and @DRUG$ peel are the two major sources of commercial due pectin to the poor gelling behavior of other most pectin sources .	in the cell walls of most @DRUG$ pomace and @DRUG$ peel are the two sources of pectin due to the poor gelling behavior of pectin from sources .	@DRUG$ and @DRUG$ are the two major sources of commercial pectin due to the poor gelling behavior of pectin from other sources.	0
0	@DRUG$ much as 2 @DRUG$ daily over 3 wk must be administered via the oral route to achieve the same effect.	@DRUG$ much as 2 @DRUG$ daily over 3 wk mustiness be administered via the oral route to reach the same effect .	@DRUG$ much as 2 @DRUG$ daily over wk 3 must be administered via the oral route to achieve the same effect .	@DRUG$ much as 2 @DRUG$ daily over 3 wk be administered via the oral route to achieve the same effect .	If you want to achieve the same effect as you would by taking @DRUG$ twice a day for three weeks, you would have to take @DRUG$ twice a day for three weeks.	0
0	Of these 76.9% (40 of 52) were positive in the intradermal tests; 38 to @DRUG$, 35 to methylprednisolone and 30 to @DRUG$.	Of these 76.9 % ( 40 of lii ) were positivist in the intradermal tests ; 38 to @DRUG$ , 35 to methylprednisolone and 30 to @DRUG$ .	Of these 40 % ( 76.9 of 52 ) were positive intradermal the in tests ; 38 to @DRUG$ , 35 to methylprednisolone and 30 to @DRUG$ .	Of these 76.9 % ( 40 of 52 ) were positive in the intradermal tests 38 to @DRUG$ , 35 to methylprednisolone and 30 to @DRUG$ .	Of these 76.9 % ( 40 of 52 ) were positive in the intradermal tests ; 38 to @DRUG$ , 35 to methylprednisolone and 30 to @DRUG$ ."In other words, 76.9% of the people who were tested positive for DRUG	0
0	The apparent total body clearance of enoxaparin doses (CL/F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml/min) is significantly smaller than those of nadroparin (CL/@DRUG$ = 21.4 +/- 7.0 ml/min; @DRUG$ < 0.01) and dalteparin (CL/F = 33.3 +/- 11.8 ml/min; p < 0.001) while dalteparin apparent clearance is about 1.5-fold greater (p < 0.001) than that of nadroparin.	The patent totality eubstance clearance of enoxaparin doses ( CL / farad = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml / min ) is importantly littler than those of nadroparin ( CL / @DRUG$ = 21.4 +/- 7.0 ml/ min ; @DRUG$ < 0.01 ) and dalteparin ( CL / farad = 33.3 +/- 11.8 ml/ min ; p < 0.001 ) while dalteparin patent clearance is about 1.5 - congregation capital ( p < 0.001 ) than that of nadroparin .	The apparent total ) < of enoxaparin 0.001 ( CL / F = 16.7 +/- 5.5 and 13.8 +/- ml 3.2 / min ) is significantly smaller than those dalteparin nadroparin ( CL / @DRUG$ = 21.4 of 7.0 ml/ min ; @DRUG$ ) 0.01 body and dalteparin ( +/- / F = 33.3 CL 11.8 ml/ min ; p < doses clearance while +/- apparent clearance is about 1.5 - fold greater ( p < 0.001 ) than that of nadroparin .	The apparent total body clearance of enoxaparin doses ( CL / F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml min ) is significantly smaller those of nadroparin ( CL @DRUG$ = 21.4 +/- 7.0 ml/ min ; @DRUG$ < 0.01 ) and dalteparin ( CL / F = +/- 11.8 ml/ min ; p < 0.001 ) while apparent about 1.5 - fold greater ( p < 0.001 ) than that of nadroparin .	enoxaparin doses ( CL / F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml / min ) are significantly smaller than those of nadroparin ( CL / @DRUG$ = 21.4 +/- 7.0 ml/ min ; @DRUG$	0
0	Delirium results from neurotransmitter imbalances involving several neurotransmitters such as dopamine, glutamate, norepinephrine, @DRUG$, @DRUG$, and serotonin.	Delirium results from neurotransmitter imbalances involving various neurotransmitter such as dopamine , glutamate , norepinephrine , @DRUG$ , @DRUG$ , and serotonin .	Delirium involving from neurotransmitter imbalances results norepinephrine neurotransmitters such as dopamine , glutamate , several , @DRUG$ , @DRUG$ , and serotonin .	results from neurotransmitter imbalances involving several neurotransmitters such as dopamine , glutamate , @DRUG$ , @DRUG$ , serotonin .	Delirium results from neurotransmitter imbalances involving several neurotransmitters such as dopamine , glutamate , norepinephrine , @DRUG$ and @DRUG$ . DRUGA and DRUGB are two of the neurotransmitters involved in this imbalance.	0
0	The possibility of using anxiolytics such @DRUG$: buspirone, diazepam, @DRUG$ and beta-blockers: metoprolol and oxprenolol is also considered in order to treat the anxiety appearing as one of the symptoms of abstinence.	The possibility of using anxiolytics such @DRUG$ : buspirone , diazepam , @DRUG$ and beta-blockers : metoprolol and oxprenolol is likewise believe in order to treat the anxiety appearing as one of the symptoms of abstention .	The possibility of using anxiolytics such @DRUG$ : buspirone , diazepam , @DRUG$ and beta-blockers to metoprolol and of is symptoms considered in order : treat the anxiety appearing as one of the also oxprenolol abstinence .	The possibility of using anxiolytics such @DRUG$ : buspirone , diazepam , @DRUG$ and : metoprolol and oxprenolol considered in order to treat the anxiety appearing as one of the symptoms of abstinence .	The possibility of using @DRUG$ (anxiolytics such as buspirone, diazepam, and beta-blockers such as metoprolol and oxprenolol) to treat the anxiety appearing as one of the symptoms of abstinence is also considered.	1
1	For example, bioavailability of oral formulations ranges between 14% (@DRUG$) and 74% (naratriptan), and their elimination half-life ranges from 2 hours (sumatriptan and @DRUG$) to 25 hours (frovatriptan).	For good example , bioavailability of viva formulations ranges between 14 % ( @DRUG$ ) and lxxiv % ( naratriptan ) , and their elimination half - life sentence ranges from 2 hours ( sumatriptan and @DRUG$ ) to 25 hours ( frovatriptan ) .	For example , bioavailability of naratriptan formulations ranges between 14 % ( @DRUG$ - 25 74 % and oral ) , and their elimination half ) life ranges from 2 hours ( sumatriptan ( @DRUG$ ) to and hours ( frovatriptan ) .	For example , bioavailability oral formulations ranges between 14 % ( @DRUG$ ) and 74 % ( naratriptan ) , and their elimination half - life ranges from 2 hours ( sumatriptan @DRUG$ ) to 25 hours ( frovatriptan ) .	For example, the bioavailability of oral formulations ranges between 14% (@DRUG$) and 74% (naratriptan), and their elimination half-life ranges from 2 hours (sumatriptan and @DRUG$) to 25 hours (frovatriptan).	0
0	Thus, (+) - or (+/-) -trans isomers of the chrysanthemumate ester of primary alcohols such @DRUG$ fenothrin, furamethrin, proparthrin, resmethrin, and tetramethrin (and possibly @DRUG$, too) are metabolized mainly through hydrolysis of the ester linkage, with subsequent oxidation and/or conjugation of the component alcohol and acid moieties.	hence , ( + ) - or ( +/-) - trans isomers of the chrysanthemumate ester of primary winding alcohols such @DRUG$ fenothrin , furamethrin , proparthrin , resmethrin , and tetramethrin ( and possibly @DRUG$ , too ) are metabolise mainly through hydrolysis of the ester gene linkage , with subsequent oxidation and / or conjugation of the part inebriant and acid moieties .	Thus , ( + ) - or ( +/-) primary - isomers of the chrysanthemumate ester of trans alcohols and @DRUG$ fenothrin , furamethrin and proparthrin , resmethrin , and tetramethrin ( such possibly @DRUG$ , too ) are metabolized mainly through hydrolysis of the , linkage ester with subsequent oxidation the / or conjugation of , component alcohol and acid moieties .	Thus , ( + ) - or ( +/-) - trans isomers of ester of primary alcohols such @DRUG$ fenothrin , furamethrin , proparthrin , resmethrin , and tetramethrin ( and possibly @DRUG$ , too ) metabolized mainly through hydrolysis of the ester linkage , with subsequent oxidation and / or conjugation of the component alcohol and acid moieties .	@DRUG$ is metabolized mainly through hydrolysis of the ester linkage, with subsequent oxidation and / or conjugation of the component alcohol and acid moieties.	1
0	To examine changes to epilepsy-related gene expression following chemical convulsant treatment and their subsequent control by phytocannabinoid administration, we behaviourally evaluated effects of CBDV (400 mg/kg, p.o.) on acute, pentylenetetrazole (PTZ: 95 mg/kg, i.@DRUG$.)-induced seizures, quantified expression levels of several epilepsy-related genes (Fos, Casp 3, Ccl3, Ccl4, @DRUG$, Arc, Penk, Camk2a, Bdnf and Egr1) by qPCR using hippocampal, neocortical and prefrontal cortical tissue samples before examining correlations between expression changes and seizure severity.	To analyze changes to epilepsy - related gene expression keep an eye on chemical convulsant treatment and their subsequent command by phytocannabinoid establishment , we behaviourally evaluate effects of CBDV ( 400 mg / kg , po ) on acute , pentylenetetrazole ( PTZ : 95 mg / kg , i.@DRUG$ . ) -induced seizures , quantified expression tear down of various epilepsy - related cistron ( Fos , Casp 3 , Ccl3 , Ccl4 , @DRUG$ , Arc , Penk , Camk2a , Bdnf and Egr1 ) by qPCR victimization hippocampal , neocortical and prefrontal cortical tissue samples before examining correlations between expression changes and seizure severity .	To examine changes to epilepsy - related gene expression following chemical convulsant : and their subsequent of by phytocannabinoid administration , we behaviourally evaluated effects of seizure ( 400 mg / kg , p.o. ) on acute , pentylenetetrazole ( PTZ treatment 95 mg / tissue , between . ) -induced seizures , quantified , levels control several epilepsy - related genes kg Fos , Casp 3 , Ccl3 , Ccl4 CBDV @DRUG$ , Arc samples Penk , Camk2a , Bdnf and Egr1 ) by qPCR using hippocampal , neocortical and examining cortical ( , before prefrontal correlations i.@DRUG$ expression changes and expression severity .	To examine changes to epilepsy - related gene expression following chemical convulsant and their subsequent by phytocannabinoid administration , we behaviourally effects of CBDV ( 400 mg / kg , p.o. ) on acute , pentylenetetrazole ( PTZ : 95 mg / kg , . ) -induced seizures , quantified expression levels of several epilepsy related genes ( Fos , 3 , Ccl3 , Ccl4 , @DRUG$ , Arc , Penk , Camk2a , Bdnf and Egr1 ) by qPCR using hippocampal , neocortical and prefrontal cortical tissue samples before between expression and seizure severity .	We looked at how epilepsy-related gene expression changed after people were treated with a chemical convulsant, and how that gene expression was then controlled by phytocannabinoid administration. We evaluated the effects of CBDV on acute seizures caused by pentylenetetrazole, quantified expression	1
0	Urine concentrations of both combinations have similar bioactivity against urinary pathogens after 500 mg of @DRUG$-trimazine and 960 @DRUG$ of co-trimoxazole.	Urine concentrations of both compounding have standardized bioactivity against urinary pathogens after 500 mg of @DRUG$ - trimazine and 960 @DRUG$ of co-trimoxazole .	Urine concentrations of both combinations 960 similar bioactivity 500 urinary pathogens after against mg of @DRUG$ - trimazine and have @DRUG$ of co-trimoxazole .	Urine concentrations of both combinations have similar bioactivity against urinary pathogens after 500 mg of @DRUG$ - trimazine and 960 @DRUG$ of co-trimoxazole .	The concentrations of both drugs in urine are equally effective in killing urinary pathogens.	1
0	@DRUG$ 0.2% dosed twice daily has clinical utility @DRUG$ a first-line drug therapy.	@DRUG$ 0.2 % dosed twice daily has clinical utility program @DRUG$ a first-line drug therapy .	@DRUG$ 0.2 % dosed a daily has clinical utility @DRUG$ twice first-line drug therapy .	@DRUG$ 0.2 % dosed twice has clinical utility @DRUG$ a first-line drug therapy .	@DRUG$ is a drug that is useful in treating a particular condition. @DRUG$ is a drug that is the first line of therapy for treating that condition.	0
0	CONCLUSIONS: Phenserine tartrate was safe and well tolerated when administered @DRUG$ a single oral dose of either 5 @DRUG$ or 10 mg.	CONCLUSIONS : Phenserine tartrate was dependable and well tolerated when administered @DRUG$ a single viva dose of either 5 @DRUG$ or 10 mg .	CONCLUSIONS : Phenserine tartrate was safe and well tolerated when administered @DRUG$ of single oral dose mg either 5 @DRUG$ or 10 a .	CONCLUSIONS : Phenserine tartrate was safe and well tolerated when administered @DRUG$ single oral dose of either 5 @DRUG$ or 10 mg .	Phenserine tartrate was safe and well tolerated when administered a single oral dose of either 5 or 10 mg.	1
0	RESULTS: SQ109 at 0.5 of its MIC demonstrated strong Synergistic activity with 0.5 MIC @DRUG$ and @DRUG$ low as 0.1 MIC rifampicin in inhibition of M. tuberculosis growth.	RESULTS : SQ109 at 0.5 of its MIC exhibit firm Synergistic activity with 0.5 MIC @DRUG$ and @DRUG$ low as 0.1 MIC rifampicin in inhibition of M. tb growth .	RESULTS : SQ109 at 0.5 of its rifampicin demonstrated strong Synergistic activity with 0.5 MIC @DRUG$ and @DRUG$ of as MIC 0.1 MIC in inhibition low M. tuberculosis growth .	RESULTS : SQ109 at 0.5 of its MIC demonstrated strong Synergistic activity with MIC @DRUG$ and @DRUG$ low 0.1 MIC rifampicin in inhibition of M. tuberculosis growth .	SQ109 at 0.5 of its MIC demonstrated strong Synergistic activity with 0.5 MIC @DRUG$ and @DRUG$ low as 0.1 MIC rifampicin in inhibition of M. tuberculosis growth .	0
0	Here, we test the hypothesis that @DRUG$ mesilate, a @DRUG$ protease inhibitor, may ameliorate ischemia-induced neuronal damage through thrombin inhibition after ischemic stroke.	Here , we test the hypothesis that @DRUG$ mesilate , a @DRUG$ protease inhibitor , may ameliorate ischemia-induced neuronal scathe through thrombin forbiddance after ischemic stroke .	Here , may test the hypothesis that @DRUG$ mesilate , a @DRUG$ protease inhibitor , after ameliorate ischemia-induced neuronal damage through thrombin inhibition we ischemic stroke .	Here , we test the hypothesis that @DRUG$ mesilate , a @DRUG$ protease inhibitor may ameliorate ischemia-induced neuronal damage through thrombin inhibition after ischemic stroke .	We believe that @DRUG$, a drug that inhibits the protease @DRUG$, may help to protect neurons from damage caused by ischemia (a lack of blood flow) after a stroke.	0
0	Theoretically, synergistic antitumor activity should be observed by combining TRAIL-@DRUG$ mAbs with agents (e.g., @DRUG$) that activate the intrinsic apoptotic pathway.	Theoretically , synergistic antineoplastic activity should be observed by combining TRAIL-@DRUG$ mAbs with agents ( e.g. , @DRUG$ ) that activate the intrinsic apoptotic nerve tract .	Theoretically , synergistic antitumor activity combining be observed by should intrinsic mAbs with agents ( e.g. , @DRUG$ ) that activate the TRAIL-@DRUG$ apoptotic pathway .	Theoretically , synergistic antitumor activity should be observed by combining mAbs with agents ( e.g. , @DRUG$ ) that the intrinsic apoptotic pathway .	Theoretically, when TRAIL-@DRUG$ mAbs are combined with agents that activate the intrinsic apoptotic pathway (e.g., @DRUG$), synergistic antitumor activity should be observed.	0
0	The bulk of @DRUG$ (mean 98.0 +/- 0.1%) was excreted as @DRUG$ (mean 1.3 +/- 0.3%) or unchanged drug (mean 0.8 +/- 0.1%).	The bulk of @DRUG$ ( think 98.0 +/- 0.1 % ) was excreted as @DRUG$ ( think 1.3 +/- 0.3 % ) or unaltered dose ( think 0.8 +/- 0.1 % ) .	The bulk of @DRUG$ ( or 98.0 +/- 0.1 % ) was excreted as @DRUG$ ( mean 1.3 +/- 0.3 % mean ) unchanged drug ( mean 0.8 +/- 0.1 % ) .	The bulk of @DRUG$ ( mean 98.0 +/- 0.1 % ) was excreted as @DRUG$ ( mean 1.3 +/- 0.3 % or unchanged drug mean 0.8 +/- % ) .	@DRUG$ is excreted as @DRUG$ or unchanged drug.	0
1	Gastrointestinal tolerance of droxicam has been compared with that of @DRUG$, and it has been found that @DRUG$ is far better tolerated.	Gastrointestinal tolerance of droxicam has been compared with that of @DRUG$ , and it has been found that @DRUG$ is army for the liberation of rwanda near tolerated .	Gastrointestinal tolerance of droxicam has that compared with that of @DRUG$ , and it has been found been @DRUG$ better far is tolerated .	Gastrointestinal tolerance of droxicam been compared with that of @DRUG$ , and it has been found that @DRUG$ is better tolerated .	@DRUG$ is far worse tolerated than @DRUG$.	0
0	Studies on the interaction between @DRUG$ and @DRUG$ in the presence of flavonoids by spectroscopic and molecular modeling techniques.	Studies on the fundamental interaction between @DRUG$ and @DRUG$ in the presence of flavonoid by spectroscopic and molecular modeling techniques .	Studies on the techniques flavonoids @DRUG$ and @DRUG$ in the presence of between by spectroscopic and molecular modeling interaction .	Studies on the interaction between @DRUG$ and @DRUG$ in the presence flavonoids by spectroscopic and molecular modeling techniques .	We studied how flavonoids affect the way @DRUG$ and @DRUG$ interact with each other.	0
0	Quinupramine decreased the duration of immobility in low doses without affecting locomotor activity, and this effect was almost the same @DRUG$ that of imipramine and @DRUG$ and more potent than that of maprotiline.	Quinupramine lessen the duration of fixedness in low doses without bear on locomotor activity , and this effect was almost the same @DRUG$ that of imipramine and @DRUG$ and more potent than that of maprotiline .	Quinupramine decreased potent duration of immobility in low locomotor without affecting doses activity , and this and was almost the same @DRUG$ that of imipramine and @DRUG$ effect more the than that of maprotiline .	Quinupramine decreased the duration of immobility in low without affecting locomotor , and this effect was almost the same @DRUG$ that of imipramine and @DRUG$ more potent than that of maprotiline	Quinupramine decreased the duration of immobility in low doses without affecting locomotor activity , and this effect was almost the same as that of imipramine and more potent than that of maprotiline .	1
0	Diets included (i) the semipurified diet with no cholesterol (Con), (ii) the Con diet plus 0.25% cholesterol (Ch-con), or the Ch-con diet with (iii) 1% phytosterols (Ste), (iv) 1% phytostanols (Sta), (v) 1.76% sterol esters (esterified to fish oil, SteF), (vi) 0.71% stanol esters (esterified to @DRUG$ [disodium ascorbyl phytostanol phosphate, @DRUG$], 0.7% StaA) and (vii) 1.43% stanol esters (1.4% StaA), respectively.	dieting admit ( i ) the semipurified dieting with no cholesterin ( Con ) , ( ii ) the Con dieting asset 0.25 % cholesterin ( Ch-con ) , or the Ch-con dieting with ( iii ) unity % phytosterols ( Ste ) , ( iv ) unity % phytostanols ( Sta ) , ( v) 1.76 % steroid alcohol ester ( esterified to pisces the fishes oil , SteF ) , ( vi ) 0.71 % stanol ester ( esterified to @DRUG$ [ disodium ascorbyl phytostanol phosphate , @DRUG$ ] , 0.7 % StaA ) and ( vii ) 1.43 % stanol ester ( 1.4 % StaA ) , severally .	Diets included ( i ) the % diet with no cholesterol ( Con ) , ( ii ) the Con diet % 0.25 % cholesterol ( Ch-con 1.4 , ascorbyl the Ch-con diet with ( iii ) 1 % ) ( Ste ) , ( iv phytosterols 1 % phytostanols StaA [ ) , ( v) 1.76 % sterol esters ( esterified to ( oil , SteF ) ( ( vi ) 0.71 % stanol esters ( esterified to @DRUG$ Sta disodium or phytostanol phosphate , @DRUG$ ] , 0.7 % StaA ) and fish vii ) 1.43 plus stanol esters , ) semipurified ( ) , respectively .	Diets ( i ) the semipurified diet with no cholesterol ( Con ) , ( ii ) the Con diet plus 0.25 % cholesterol ( ) or the Ch-con diet with ( iii ) 1 % phytosterols ( Ste ) , ( iv ) 1 phytostanols ( Sta ) , ( 1.76 % sterol esters ( esterified to fish oil , SteF ) , ( vi ) 0.71 % stanol esters ( esterified to @DRUG$ [ disodium ascorbyl phytostanol phosphate @DRUG$ ] , 0.7 % StaA and ( vii ) 1.43 % stanol esters 1.4 % StaA ) , respectively .	The diets included ( i ) the semipurified diet with no cholesterol ( Con ) , ( ii ) the Con diet plus 0.25 % cholesterol ( Ch-con ) , or the Ch-con diet with ( iii ) 1 % phytosterols ( Ste ) , ( iv )	1
0	Plating, @DRUG$-labelling index, ultra-structure, and soft agar colony growth were determined after incubation with MPA, and/or cisplatin, procarbazine and @DRUG$ (MTX).	plat , @DRUG$ - labelling index , ultra-structure , and soft agar agar colony increase were determined after incubation with MPA , and / or cisplatin , procarbazine and @DRUG$ ( MTX ) .	Plating , @DRUG$ ) labelling index , ultra-structure soft and , agar colony cisplatin were determined after incubation with MPA , and / or growth , procarbazine and @DRUG$ ( MTX - .	Plating , @DRUG$ - labelling index ultra-structure , and soft agar colony growth were determined after incubation with MPA , and or cisplatin , procarbazine and @DRUG$ ( MTX ) .	Plating , @DRUG$ - labelling index , ultra-structure , and soft agar colony growth were determined after incubation with MPA , and / or cisplatin , procarbazine and @DRUG$ ( MTX ) ."DRUGA and DRUGB are	0
0	RESULTS: A total of 100 patients were randomized to either @DRUG$ oil-based parenteral nutrition or @DRUG$ oil-based parenteral nutrition for up to 28 days.	RESULTS : A come of 100 patients were randomised to either @DRUG$ oil- based parenteral nutrition or @DRUG$ oil- based parenteral nutrition for up to 28 days .	RESULTS : A total of 100 patients were randomized to either @DRUG$ oil- based parenteral nutrition or @DRUG$ oil- to days nutrition for up based 28 parenteral .	RESULTS : A total of 100 were randomized to either @DRUG$ oil- based parenteral nutrition or @DRUG$ oil- based nutrition for up to 28 days .	A total of 100 patients were randomized to either @DRUG$ oil- based parenteral nutrition or @DRUG$ oil- based parenteral nutrition for up to 28 days .	0
0	Test samples at 0.01-1.0 mmol/L (carteolol hydrochloride, timolol maleate, @DRUG$ hydrochloride, @DRUG$ hydrochloride, or nipradilol) were added to the HCECs before, during, or after UVB irradiation.	Test samples at 0.01 - 1.0 mmol / L ( carteolol hydrochloride , blocadren maleate , @DRUG$ hydrochloride , @DRUG$ hydrochloride , or nipradilol ) were add up to the HCECs before , during , or after UVB radiation therapy .	L before at 0.01 , 1.0 mmol / Test ( carteolol hydrochloride , timolol maleate , @DRUG$ hydrochloride , @DRUG$ hydrochloride , or nipradilol ) were added to the HCECs samples , during - or after UVB irradiation .	Test samples at 0.01 - 1.0 mmol ( carteolol hydrochloride , timolol maleate , @DRUG$ hydrochloride , @DRUG$ hydrochloride or nipradilol added before , during , or after irradiation .	Test samples at 0.01 - 1.0 mmol / L ( carteolol hydrochloride , timolol maleate , @DRUG$ hydrochloride , @DRUG$ hydrochloride , or nipradilol ) were added to the HCECs before , during ,	0
0	Patients were randomly assigned, in a two-by-two factorial design, to receive one of the following four daily treatments: 0.8 @DRUG$ of folic acid, 0.4 mg of @DRUG$, and 40 mg of vitamin B6; 0.8 mg of folic acid and 0.4 mg of vitamin B12; 40 mg of vitamin B6; or placebo.	Patients were arbitrarily ascribe , in a two -by- two factorial design , to receive one of the following iv day to day treatments : 0.8 @DRUG$ of folic acidic , 0.4 mg of @DRUG$ , and forty mg of vitamin B6 ; 0.8 mg of folic acidic and 0.4 mg of vitamin B12 ; forty mg of vitamin B6 ; or placebo .	Patients vitamin factorial two , in a assigned 40 two randomly ; , to receive one of the following of daily treatments : 0.8 @DRUG$ four folic acid , 0.4 mg of @DRUG$ , and -by- mg of were B6 ; 0.8 mg of folic acid and 0.4 mg of vitamin B12 ; 40 mg of vitamin B6 design or placebo .	Patients were randomly assigned , in a two -by- two factorial design , to receive one of the following four daily 0.8 @DRUG$ of folic acid , 0.4 mg of @DRUG$ , 40 mg vitamin B6 ; 0.8 mg of folic acid and 0.4 mg of vitamin B12 ; 40 mg of B6 ; placebo .	Patients were randomly assigned to receive one of the following four daily treatments: 0.8 @DRUG$ of folic acid, 0.4 mg of @DRUG$, and 40 mg of vitamin B6; 0.8 mg of folic acid and 0.4 mg of vitamin B12	0
0	The most reactive residues are cysteine, methionine, and histidine and, to a lesser degree, @DRUG$, glutamic acid, tyrosine, lysine, serine, and @DRUG$.	The most responsive residues are cysteine , methionine , and histidine and , to a less degree , @DRUG$ , glutamic window pane , tyrosine , lysine , serine , and @DRUG$ .	acid most , residues are cysteine , methionine , and histidine and , to a lesser degree , @DRUG$ , glutamic The , tyrosine reactive lysine , serine , and @DRUG$ .	The most reactive residues are cysteine , methionine , and and , to a lesser degree , @DRUG$ , glutamic acid , tyrosine lysine , serine , and @DRUG$ .	The most reactive residues are cysteine, methionine, and histidine, and to a lesser degree, @DRUG$, glutamic acid, tyrosine, lysine, serine, and @DRUG$.	0
1	DDAH1 inhibition by @DRUG$, omeprazole, pantoprazole, lansoprazole and rabeprazole was determined by quantifying DDAH1-mediated @DRUG$ formation in vitro.	DDAH1 inhibition by @DRUG$ , omeprazole , pantoprazole , prevacid and rabeprazole was determined by quantifying DDAH1 - intermediate @DRUG$ formation in vitro .	DDAH1 inhibition by @DRUG$ in omeprazole , pantoprazole , mediated and rabeprazole was determined by quantifying DDAH1 - lansoprazole @DRUG$ formation , vitro .	DDAH1 inhibition by @DRUG$ , omeprazole , pantoprazole , lansoprazole and rabeprazole was determined by quantifying DDAH1 - mediated @DRUG$ formation in .	The amount of @DRUG$ formed in the presence of DDAH1 is decreased by @DRUG$ .	0
0	Several controlled clinical trials documented that mupirocin was significantly better than the polyethylene glycol vehicle alone or ampicillin and @DRUG$ effective as cloxacillin, @DRUG$, or erythromycin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	Several controlled clinical trials documented that mupirocin was importantly better than the polythene glycol vehicle alone or ampicillin and @DRUG$ effective as cloxacillin , @DRUG$ , or erythromycin in bring forth clinical and bacteriological cures in affected role with impetigo and wound infections caused by gram-positive pathogens .	Several controlled clinical trials documented that mupirocin was significantly better than infections polyethylene glycol vehicle alone or ampicillin and @DRUG$ effective as cloxacillin , @DRUG$ impetigo or erythromycin in cures clinical patients bacteriological producing in and with , and wound the caused by gram-positive pathogens .	Several controlled trials documented that mupirocin was significantly better than the polyethylene glycol vehicle alone or ampicillin and @DRUG$ effective as cloxacillin , @DRUG$ , or erythromycin in clinical and bacteriological cures in patients with impetigo and wound infections caused by pathogens .	Mupirocin is significantly better than the polyethylene glycol vehicle alone or ampicillin and @DRUG$ effective as cloxacillin , @DRUG$ , or erythromycin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 @DRUG$/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/@DRUG$ plus HCTZ 12.5 mg/d.	In relative test in the management of high blood pressure , the combination of trandolapril 1 or deuce mg /d and verapamil ER one hundred eighty mg /d was statistically indistinguishable from or superior to the compounding of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capoten 50 @DRUG$ / d plus HCTZ 25 mg /d , lisinopril 20 mg / d plus HCTZ 12.5 mg /d , and lopressor 100 mg / @DRUG$ plus HCTZ 12.5 mg/d .	25 comparative trials in / management of hypertension , the combination of trandolapril 1 or 2 mg /d and verapamil ER indistinguishable mg or or 12.5 180 from or superior to the combinations of atenolol 50 statistically 100 mg 100 plus chlorthalidone 12.5 was In mg /d , captopril 50 @DRUG$ / d plus HCTZ 25 mg /d , lisinopril 20 mg the d plus HCTZ /d mg /d , and metoprolol /d mg / @DRUG$ plus HCTZ 12.5 mg/d .	In comparative trials in the management of hypertension , the combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d indistinguishable or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 @DRUG$ / d plus HCTZ 25 mg /d , lisinopril 20 mg / d plus HCTZ 12.5 mg /d , metoprolol mg / @DRUG$ plus HCTZ 12.5 mg/d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	Several MKIs are FDA-approved for cancer therapy (sunitinib, sorafenib, vandetanib, @DRUG$, regorafenib, ponatinib, lenvatinib, alectinib) and non-oncologic disease (@DRUG$).	Several MKIs are food and drug administration - sanction for genus cancer therapy ( sunitinib , sorafenib , vandetanib , @DRUG$ , regorafenib , ponatinib , lenvatinib , alectinib ) and non-oncologic disease ( @DRUG$ ) .	Several MKIs are FDA - approved therapy cancer for ( sunitinib , , , vandetanib , @DRUG$ , regorafenib , ponatinib , lenvatinib sorafenib alectinib ) and non-oncologic disease ( @DRUG$ ) .	Several MKIs are FDA - approved for cancer therapy ( sunitinib , sorafenib vandetanib , @DRUG$ , regorafenib , ponatinib , lenvatinib , alectinib ) and non-oncologic disease ( @DRUG$ ) .	Some drugs that are approved by the FDA to be used in cancer therapy ( sunitinib , sorafenib , vandetanib , @DRUG$ , regorafenib , ponatinib , lenvatinib , alectinib ) are also approved to	1
0	CONCLUSIONS: The new @DRUG$ formulation of long-acting carteolol 1% given once daily is @DRUG$ effective as standard 1% carteolol given twice daily, with no meaningful differences regarding safety.	CONCLUSIONS : The new @DRUG$ formulation of long-acting carteolol 1 % return once daily is @DRUG$ effective as stock 1 % carteolol return doubly daily , with no meaningful differences regarding safety .	carteolol : The new @DRUG$ formulation of long-acting carteolol 1 % standard once daily is @DRUG$ effective as given 1 % CONCLUSIONS given twice daily , no with meaningful differences regarding safety .	CONCLUSIONS : The new @DRUG$ formulation of carteolol % given once daily is @DRUG$ effective as standard 1 % carteolol given daily with no meaningful differences regarding safety .	The new @DRUG$ formulation of long-acting carteolol 1 % given once daily is just as effective as standard 1 % carteolol given twice daily, with no meaningful differences regarding safety.	1
0	@DRUG$-administration with a CYP3A inhibitor, such @DRUG$ ritonavir or cobicistat, substantially increases EVG plasma exposure and prolongs elimination half-life.	@DRUG$ - administration with a CYP3A inhibitor , such @DRUG$ ritonavir or cobicistat , considerably step up EVG plasma exposure and prolongs elimination half - life .	@DRUG$ - administration life a CYP3A inhibitor , such @DRUG$ ritonavir or cobicistat , substantially increases EVG plasma elimination and prolongs exposure half - with .	@DRUG$ - administration with a CYP3A inhibitor , such @DRUG$ ritonavir or cobicistat , substantially increases EVG plasma exposure and prolongs elimination half - life	If you take @DRUG$ with a CYP3A inhibitor like ritonavir or cobicistat, the levels of EVG in your bloodstream will be much higher and it will take longer for the drug to leave your system.	1
0	The method was validated for the analysis of 20 coccidiostats (arprinocid, clopidol, decoquinate, diclazuril, diaveridine, ethopabate, halofuginone, laidlomycin, lasalocid, maduramicin, @DRUG$, narasin, @DRUG$, nicarbazin, robenidine, salinomycin, semduramicin, toltrazuril, toltrazuril sulphoxide and toltrazuril sulphone) in muscle and milk.	The method acting was formalize for the analysis of twenty coccidiostats ( arprinocid , clopidol , decoquinate , diclazuril , diaveridine , ethopabate , halofuginone , laidlomycin , lasalocid , maduramicin , @DRUG$ , narasin , @DRUG$ , nicarbazin , robenidine , salinomycin , semduramicin , toltrazuril , toltrazuril sulphoxide and toltrazuril sulphone ) in brawniness and milk river .	maduramicin method was validated for the toltrazuril of 20 coccidiostats ( arprinocid , clopidol , decoquinate sulphone diclazuril , diaveridine , ethopabate , halofuginone , laidlomycin , lasalocid , The , @DRUG$ , narasin , @DRUG$ , nicarbazin , robenidine , salinomycin , , , analysis semduramicin and sulphoxide and toltrazuril , ) in muscle toltrazuril milk .	The method was validated the analysis of 20 coccidiostats ( arprinocid , clopidol , decoquinate , diclazuril , diaveridine , ethopabate , halofuginone , laidlomycin , lasalocid , maduramicin , @DRUG$ , narasin , @DRUG$ , nicarbazin , robenidine , salinomycin , semduramicin , toltrazuril , toltrazuril sulphoxide and sulphone ) muscle and milk .	The method was validated for the analysis of 20 coccidiostats ( arprinocid , clopidol , decoquinate , diclazuril , diaveridine , ethopabate , halofuginone , laidlomycin , lasal	1
0	@DRUG$ inhibits most of the Enterobacteriaceae, with the exception of some @DRUG$-positive Proteus species, but it does not inhibit gram-positive cocci or Pseudomonas aeruginosa.	@DRUG$ inhibits most of the enterobacteriaceae , with the exception of some @DRUG$ - positive proteus species , but it does not inhibit gram-positive cocci or Pseudomonas aeruginosa .	@DRUG$ inhibits most of the Enterobacteriaceae , with the exception of some @DRUG$ - positive or species , but it does not inhibit Pseudomonas cocci Proteus gram-positive aeruginosa .	@DRUG$ inhibits most of the Enterobacteriaceae with the exception of some @DRUG$ - positive Proteus species , but it does not inhibit gram-positive or Pseudomonas aeruginosa .	@DRUG$ inhibits most of the Enterobacteriaceae (a type of bacteria), with the exception of some @DRUG$ - positive Proteus species (another type of bacteria), but it does not inhibit gram-positive cocci (a type of bacteria) or Pseudomonas aer	0
0	Various basic drugs, and warfarin also, at 50 microM displace prazosin 10 microM from its binding site on alpha 1-AGP and reduce the CD-spectra at 255 nm by 26% (disopyramide), 52% (mepivacaine), about 70% (@DRUG$, biperiden), and 90-100% (@DRUG$, warfarin).	assorted basic drugs , and warfarin also , at 50 microM terminate minipress  microM from its binding web site on alpha 1 - AGP and reduce the CD-spectra at 255 nm by 26 % ( disopyramide ) , 52 % ( mepivacaine ) , about seventy % ( @DRUG$ , biperiden ) , and 90 - 100 % ( @DRUG$ , warfarin ) .	Various ) drugs , and warfarin basic , at 50 microM displace prazosin 10 , from alpha binding site on its 1 - AGP and reduce , CD-spectra at 255 nm by 26 90 ( disopyramide also , 52 % ( mepivacaine ) microM about 70 % ( @DRUG$ the biperiden ) , and % - 100 % ( @DRUG$ , warfarin ) .	Various basic drugs , and warfarin also , at 50 microM displace prazosin 10 microM its binding on alpha 1 - AGP and reduce CD-spectra at 255 nm by 26 % ( disopyramide ) , 52 % ( mepivacaine ) , about 70 % ( @DRUG$ , biperiden ) and 90 - 100 % ( @DRUG$ , warfarin ) .	Basic drugs like prazosin, disopyramide, mepivacaine, and biperiden, as well as warfarin, can displace prazosin from its binding site on alpha 1 - AGP and reduce the CD-spectra at 255 nm.	1
0	@DRUG$ (CO) is increasingly being accepted @DRUG$ a cytoprotective and homeostatic molecule with important signalling capabilities in physiological and pathophysiological situations.	@DRUG$ ( CO ) is increasingly being accepted @DRUG$ a cytoprotective and homeostatic molecule with important indicate capabilities in physiologic and pathophysiological situations .	@DRUG$ homeostatic CO ) is increasingly being accepted @DRUG$ a pathophysiological and ( molecule with important signalling capabilities in physiological and cytoprotective situations .	@DRUG$ ( CO ) is increasingly being accepted @DRUG$ a cytoprotective homeostatic molecule with important capabilities in physiological and pathophysiological situations .	@DRUG$ ( CO ) is increasingly being accepted as a cytoprotective and homeostatic molecule with important signalling capabilities in physiological and pathophysiological situations .	1
1	Pretreatment with @DRUG$ caused a modest and non-significant reduction in @DRUG$-induced tachycardia whilst bisoprolol produced a more marked effect.	Pretreatment with @DRUG$ caused a modest and non-significant reduction in @DRUG$ - induced tachycardia whilst bisoprolol produced a more cross off burden .	Pretreatment with @DRUG$ caused in modest and marked reduction a @DRUG$ - induced tachycardia whilst bisoprolol produced a more non-significant effect .	Pretreatment with @DRUG$ caused a modest reduction in @DRUG$ - induced tachycardia whilst bisoprolol produced more marked effect .	@DRUG$ caused a modest and non-significant reduction in @DRUG$ - induced tachycardia whilst bisoprolol produced a more marked effect .	0
0	No effect on CYP1A was observed for @DRUG$, @DRUG$, diethylcarbamazine, pyrimethamine, metrifonate, ivermectin, pyrantel artesunate, cycloguanil, atovaquone, melarsoprol, praziquantel, proguanil and dihydroartemisinin.	nobelium outcome on CYP1A was keep for @DRUG$ , @DRUG$ , diethylcarbamazine , pyrimethamine , metrifonate , ivermectin , pyrantel artesunate , cycloguanil , atovaquone , melarsoprol , praziquantel , proguanil and dihydroartemisinin .	No ivermectin on , was observed for @DRUG$ , @DRUG$ , diethylcarbamazine , pyrimethamine , metrifonate , effect , , artesunate CYP1A cycloguanil , atovaquone , melarsoprol pyrantel praziquantel , proguanil and dihydroartemisinin .	No effect on CYP1A was observed for @DRUG$ , @DRUG$ , diethylcarbamazine , pyrimethamine , metrifonate , ivermectin , pyrantel artesunate cycloguanil , atovaquone , melarsoprol , praziquantel , proguanil and dihydroartemisinin .	No effect on CYP1A was observed for @DRUG$ or @DRUG$ .	0
0	Diazepam (0.2-1 @DRUG$/kg) markedly and dose-dependently potentiated the inhibitory effect of 1 mg/kg of @DRUG$ from non-significant to highly significant levels.	Diazepam ( 0.2- 1 @DRUG$ / kg ) markedly and dose-dependently potentiated the repressive effect of 1 mg / kg of @DRUG$ from non-significant to highly significant take down .	Diazepam from 0.2- ( @DRUG$ / kg ) markedly and dose-dependently potentiated the inhibitory effect of 1 mg / kg of @DRUG$ 1 non-significant to highly significant levels .	Diazepam ( 0.2- 1 @DRUG$ / kg ) markedly and dose-dependently potentiated the inhibitory effect of 1 mg kg of @DRUG$ from non-significant to highly significant levels .	The higher the dose of @DRUG$, the more potent the inhibition of @DRUG$ will be.	0
0	To compare the efficacy and safety of conventional systemic agents (@DRUG$, ciclosporin, fumaric acid esters, methotrexate), small molecules (apremilast, tofacitinib, @DRUG$), anti-TNF alpha (etanercept, infliximab, adalimumab, certolizumab), anti-IL12/23 (ustekinumab), anti-IL17 (secukinumab, ixekizumab, brodalumab), anti-IL23 (guselkumab, tildrakizumab), and other biologics (alefacept, itolizumab) for patients with moderate to severe psoriasis and to provide a ranking of these treatments according to their efficacy and safety.	To liken the efficacy and refuge of conventional systemic factor ( @DRUG$ , ciclosporin , fumaric acid ester , methotrexate sodium ) , belittled molecules ( apremilast , tofacitinib , @DRUG$ ) , anti-TNF alpha ( enbrel , infliximab , adalimumab , certolizumab ) , anti-IL12 /23 ( ustekinumab ) , anti-IL17 ( secukinumab , ixekizumab , brodalumab ) , anti-IL23 ( guselkumab , tildrakizumab ) , and other biologics ( alefacept , itolizumab ) for patients with moderate to severe psoriasis and to put up a grade of these treatments according to their efficacy and refuge .	To compare acid efficacy and safety of conventional systemic agents ( @DRUG$ , , , fumaric the esters , methotrexate ) , ustekinumab molecules ) apremilast , tofacitinib , @DRUG$ guselkumab , anti-TNF alpha ( etanercept , infliximab , adalimumab , certolizumab ) itolizumab anti-IL12 /23 ( small ( , anti-IL17 ( secukinumab , ixekizumab , brodalumab ) , anti-IL23 ( ) , , ) , and other biologics ( alefacept ciclosporin tildrakizumab ) these patients with moderate to severe psoriasis and to provide a ranking of for treatments according to their efficacy and safety .	To compare the efficacy of conventional systemic agents ( @DRUG$ , ciclosporin , fumaric acid esters methotrexate ) small molecules ( apremilast , tofacitinib @DRUG$ ) , anti-TNF alpha ( etanercept , infliximab , , certolizumab ) , anti-IL12 /23 ( ustekinumab ) , anti-IL17 ( secukinumab , ixekizumab , brodalumab ) , anti-IL23 ( , tildrakizumab ) , and other biologics ( alefacept , itolizumab ) for patients with moderate severe psoriasis and to a ranking of these treatments according to efficacy and safety .	@DRUG$ is more efficacious and safer than @DRUG$ for patients with moderate to severe psoriasis.	0
0	Perospirone is a recently developed atypical antipsychotic with potent @DRUG$ 5-HT2 and @DRUG$ D2 antagonist activity.	Perospirone is a recently developed atypical antipsychotic with potent @DRUG$ 5 - HT2 and @DRUG$ D2 resister activity .	Perospirone is a and developed atypical antipsychotic with potent @DRUG$ 5 - HT2 recently @DRUG$ D2 antagonist activity .	Perospirone is a recently developed atypical antipsychotic with potent @DRUG$ 5 - HT2 and @DRUG$ D2 activity .	Perospirone is a drug that blocks the effects of serotonin (@DRUG$) and dopamine (@DRUG$) in the brain, which helps to treat mental illnesses such as schizophrenia.	0
0	A single dose of @DRUG$ (6 @DRUG$/kg of body weight) was administered intramuscularly.	A single dose of @DRUG$ ( 6 @DRUG$ / kilo of body weight ) was administered intramuscularly .	A single dose of @DRUG$ ( 6 @DRUG$ / administered of body weight ) was kg intramuscularly .	dose of @DRUG$ ( 6 @DRUG$ / body weight ) was administered intramuscularly .	A single dose of @DRUG$ ( 6 @DRUG$ / kg of body weight ) was administered intramuscularly .	0
0	Plasma @DRUG$ and @DRUG$ also peaked at about 3 hours, but at much lower concentrations (4 and 42 nmol/L).	Plasma @DRUG$ and @DRUG$ also peaked at about 3 hour , but at much lower concentrations ( foursome and 42 nmol / L ) .	Plasma @DRUG$ and @DRUG$ also peaked at about 3 hours much but , at lower concentrations ( 4 and 42 nmol / L ) .	Plasma @DRUG$ and @DRUG$ also peaked at 3 hours , but at much lower concentrations ( 4 and 42 nmol / L ) .	Plasma @DRUG$ and @DRUG$ peaked at about 3 hours, but at much lower concentrations (4 and 42 nmol/L).	0
0	Oral @DRUG$ for tocolysis: a comparison of magnesium gluconate and enteric-coated @DRUG$.	oral @DRUG$ for tocolysis : a comparison of magnesium gluconate and enteric-coated @DRUG$ .	Oral @DRUG$ for tocolysis : of comparison a magnesium gluconate and enteric-coated @DRUG$ .	Oral @DRUG$ for tocolysis : a comparison of magnesium gluconate and enteric-coated @DRUG$ .	Oral @DRUG$ for tocolysis : a comparison of magnesium gluconate and enteric-coated @DRUG$ ."DRUGA is the oral drug being compared to magnesium gluconate, and DRUGB is the enteric-coated drug.	0
0	If retigabine 10 mg/kg p.o. was administered alone it was as effective as @DRUG$ 10 mg/kg @DRUG$.o. in elevating the pain threshold.	If retigabine 10 mg / kg p.o. was dole out alone it was as effective as @DRUG$ 10 mg / kg @DRUG$ .o. in elevating the pain door .	If mg 10 mg / kg p.o. was administered alone it was as effective as @DRUG$ kg retigabine / 10 @DRUG$ .o. in elevating the pain threshold .	If retigabine 10 mg / p.o. was administered alone it was effective as @DRUG$ 10 mg / kg @DRUG$ .o. in elevating the pain threshold .	If retigabine 10 mg / kg p.o. was administered alone, it was as effective as @DRUG$ 10 mg / kg @DRUG$ in elevating the pain threshold.	0
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine @DRUG$, sarafloxacin, @DRUG$, chlortetracycline, oxytetracycline and tetracycline), three antiprotozoal agents (diclazuril, imidocarb and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	a summary follows of the citizens committee 's evaluations of toxicological and residual data on a variety of veterinary drugs : five parasiticidal federal agent ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , seven spot antimicrobial federal agent ( gentamicin , procaine @DRUG$ , sarafloxacin , @DRUG$ , aureomycin , oxytetracycline and tetracycline ) , terzetto antiprotozoal federal agent ( diclazuril , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovine somatotropins ) and one tranquilizing agent ( azaperone ) .	A agents follows seven the Committee evaluations 's of toxicological and residue data on a variety of veterinary ) : diclazuril anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , of antimicrobial agents ( gentamicin , procaine @DRUG$ , sarafloxacin , @DRUG$ , chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal , ( glucocorticosteroid , imidocarb and nicarbazin ) summary one five ( dexamethasone ) , one production aid ( recombinant bovine somatotropins drugs and one tranquilizing agent ( azaperone ) .	A summary follows of the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs five anthelminthic agents ( eprinomectin , febantel , fenbendazole oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , procaine @DRUG$ , sarafloxacin @DRUG$ , chlortetracycline , oxytetracycline and ) , three antiprotozoal agents ( diclazuril , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone , one aid ( recombinant somatotropins ) and one tranquilizing agent ( azaperone ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents, seven antimicrobial agents, three antiprotozoal agents, one glucocorticosteroid, one production aid and one tranquilizing agent. Of these, five an	1
0	However, in VREF or unresponsive MRSA infections, where few proven treatment options exist, @DRUG$/@DRUG$ should be considered as a treatment of choice for these seriously ill patients.	However , in VREF or unresponsive MRSA infections , where few proven treatment alternative exist , @DRUG$ / @DRUG$ should be considered as a treatment of alternative for these badly ill patients .	However , in VREF or unresponsive MRSA infections these as , proven treatment options exist , @DRUG$ / @DRUG$ should be considered where a treatment of choice for few seriously ill patients .	However , in VREF or unresponsive MRSA infections , where few proven exist , @DRUG$ / @DRUG$ should be considered as a treatment of for these seriously ill patients .	Where few proven treatment options exist, @DRUG$/@DRUG$ should be considered as a treatment of choice for these seriously ill patients.	0
0	METHODS: Dogs were randomly assigned to one of two groups: Group @DRUG$ received maropitant (1.0 @DRUG$ kg(-1) ) and Group S received 0.9% saline (0.1 mL kg(-1) ) intravenously 45-60 minutes before premedication with hydromorphone (0.1 mg kg(-1) ) and acepromazine (0.03 mg kg(-1) ) intramuscularly.	METHODS : hound were haphazardly assigned to one of ii mathematical group : Group @DRUG$ received maropitant ( 1.0 @DRUG$ kg ( - 1 ) ) and Group reciprocal ohm received 0.9 % saline ( 0.1 mil kg ( - 1 ) ) intravenously 45 - lx minutes before premedication with hydromorphone ( 0.1 mg kg ( - 1 ) ) and acepromazine ( 0.03 mg kg ( - 1 ) ) intramuscularly .	% : Dogs were - assigned to one of two 45 : Group @DRUG$ received maropitant ( intravenously @DRUG$ kg ( - 1 ) ) acepromazine Group S received 0.9 METHODS randomly ( 0.1 mL kg ( - 1 ) ) 1.0 groups - ( minutes before premedication with hydromorphone ( 0.1 mg kg ( saline 1 ) ) and and 60 0.03 mg kg ( - 1 ) ) intramuscularly .	METHODS : Dogs randomly assigned one of two groups : @DRUG$ received maropitant ( 1.0 @DRUG$ kg - 1 ) ) and Group S received 0.9 % saline ( 0.1 mL kg ( - 1 ) ) intravenously 45 - 60 minutes premedication with hydromorphone ( 0.1 mg kg - 1 ) ) and acepromazine ( 0.03 mg kg ( - 1 ) ) intramuscularly .	Group @DRUG$ received maropitant ( 1.0 @DRUG$ kg ( - 1 ) ) and Group S received 0.9 % saline ( 0.1 mL kg ( - 1 ) ) intravenously 45 - 60 minutes before premedication with hydromorphone ( 0.1	0
0	@DRUG$ D2 receptors @DRUG$ treatment targets in schizophrenia.	@DRUG$ D2 receptors @DRUG$ intervention targets in schizophrenia .	@DRUG$ D2 receptors @DRUG$ schizophrenia targets in treatment .	@DRUG$ D2 receptors @DRUG$ treatment targets in schizophrenia .	@DRUG$ is a drug that affects D2 receptors, and @DRUG$ is a drug that is used to treat schizophrenia.	0
0	Sulfamethazine and @DRUG$ exhibited no impact on total biogas production up to 280 and 350 mg/@DRUG$, respectively, although ampicillin inhibited biogas production rates during early stages of AD.	Sulfamethazine and @DRUG$ exhibited no impact on total biogas production up to 280 and 350 mg / @DRUG$ , respectively , although sk ampicillin suppress biogas production rates during early point of AD .	Sulfamethazine and @DRUG$ exhibited inhibited impact on total biogas production up to / and 350 mg 280 @DRUG$ , respectively , although ampicillin no biogas production AD during early stages of rates .	Sulfamethazine and @DRUG$ exhibited no impact on total biogas production to 280 and 350 mg @DRUG$ , , although ampicillin inhibited biogas production rates during early stages of AD .	Sulfamethazine and @DRUG$ had no impact on total biogas production up to 280 and 350 mg / @DRUG$ , respectively . However, ampicillin inhibited biogas production rates during early stages of AD .	0
0	The activity of gamithromycin against intracellular @DRUG$. equi was similar to that of @DRUG$ and erythromycin.	The bodily function of gamithromycin against intracellular @DRUG$ . equi was similar to that of @DRUG$ and erythromycin .	The to of gamithromycin against intracellular @DRUG$ . equi was similar activity that of @DRUG$ and erythromycin .	The activity of gamithromycin @DRUG$ . equi was similar to that of @DRUG$ and .	Gamithromycin was just as effective as erythromycin in killing intracellular @DRUG$ . equi .	1
0	We observed that 69 +/- 6% of glucose and 54 +/- 4% of @DRUG$ in lactose were derived directly from plasma @DRUG$, whereas 7 +/- 2% and 12 +/- 2% of glucose and galactose in lactose, respectively, were derived directly from plasma galactose.	We follow that 69 +/-  % of glucose and liv +/- 4 % of @DRUG$ in lactose were derived directly from plasma @DRUG$ , whereas 7 +/-  % and 12 +/-  % of glucose and galactose in lactose , severally , were derived directly from plasma galactose .	We observed that 69 +/- from % of glucose and 54 +/- galactose % lactose @DRUG$ in lactose were derived directly , plasma @DRUG$ from whereas 7 +/- 2 of and 12 +/- 2 % of glucose and galactose in % , respectively , were derived directly 6 plasma 4 .	We observed 69 +/- 6 % of glucose and 54 +/- % of @DRUG$ in lactose were derived directly from plasma @DRUG$ , whereas 7 +/- 2 % and 12 +/- 2 % of glucose and galactose in lactose , , were derived directly from plasma galactose .	We observed that 69 +/- 6 % of glucose and 54 +/- 4 % of @DRUG$ in lactose were derived directly from plasma @DRUG$ , whereas 7 +/- 2 % and 12 +/- 2 % of glucose and galactose in lactose , respectively , were derived directly from plasma galactose	0
0	It is a novel inhibitor of topoisomerase I that induces single-strand DNA cleavage more effectively than @DRUG$-506 or @DRUG$ (CPT) and at different DNA sequences.	information technology is a novel inhibitor of topoisomerase I that stimulate single-strand DNA cleavage more effectively than @DRUG$ - 506 or @DRUG$ ( CPT ) and at different DNA succession .	It is a novel inhibitor than topoisomerase DNA that induces single-strand I cleavage more effectively of @DRUG$ - 506 or @DRUG$ ( and ) CPT at different DNA sequences .	It a inhibitor of topoisomerase I that induces single-strand DNA cleavage more effectively than @DRUG$ - 506 or @DRUG$ ( CPT ) and at different DNA sequences .	@DRUG$ is a novel inhibitor of topoisomerase I that induces single-strand DNA cleavage more effectively than @DRUG$ ( CPT ) and at different DNA sequences .	0
0	Results @DRUG$ treatment yielded significantly greater improvement than placebo on 3 of the 4 primary outcome measures (mean change from baseline to end point for CAPS-2 total score, -33.0 vs -23.2 [P =.02], and for CGI-S, -1.2 vs -0.8 [P=.01]; mean CGI-I score at end point, 2.5 vs 3.0 [@DRUG$=.02]), with the fourth measure, the IES total score, showing a trend toward significance (mean change from baseline to end point, -16.2 vs -12.1; P=.07).	answer @DRUG$ treatment yielded significantly greater improvement than placebo on tercet of the 4 primary election outcome measures ( mean change from baseline to death pointedness for CAPS - 2 total seduce , - 33.0  - 23.2 [ P =.02 ] , and for CGI -S , - 1.2  -0.8 [ P=.01 ] ; mean CGI - I seduce at death pointedness , 2.5  3.0 [ @DRUG$=.02 ] ) , with the twenty five percent measure , the IES total seduce , demonstrate a course toward significance ( mean change from baseline to death pointedness , - 16.2  - 12.1 ; P=.07 ) .	1.2 @DRUG$ treatment , for IES score than placebo on 3 of the 4 primary outcome to ( mean change 2.5 baseline measures end point for CAPS - 2 total score yielded =.02 33.0 vs - 23.2 [ P - ] , and significantly CGI -S , [ Results vs -0.8 - P=.01 ] ; a CGI - I improvement at end point , from vs 3.0 [ @DRUG$=.02 ] ) , with the fourth measure , the greater total score , showing mean trend toward significance ( mean change from baseline to end point , - 16.2 vs - 12.1 ; P=.07 ) .	Results @DRUG$ treatment yielded significantly greater improvement than placebo on 3 of the 4 primary outcome measures ( mean change from to end point for CAPS - 2 score , - 33.0 vs - [ P =.02 ] , and CGI -S , 1.2 vs -0.8 [ P=.01 ] ; mean CGI I at end point , 2.5 vs 3.0 [ @DRUG$=.02 ] ) , with the fourth measure , the IES total score showing a trend toward significance ( mean change to end point , - vs - 12.1 ; ) .	@DRUG$ yielded significantly greater improvement than placebo on 3 of the 4 primary outcome measures, with the fourth measure, the IES total score, showing a trend toward significance.	1
0	Out of the 354 proteins from M. tuberculosis-derived PPDs (i.e. proteins in either PPD-CT68 or PPD-S2), 37 proteins were found to be shared with @DRUG$. avium @DRUG$ and 80 were shared with M. bovis PPD.	Out of the 354 proteins from M. tuberculosis-derived PPDs ( ie proteins in either PPD - CT68 or PPD - S2 ) , thirty seven proteins were find out to be shared with @DRUG$ . avium @DRUG$ and fourscore were shared with M. bovis PPD .	Out of the 354 proteins from avium PPD PPDs ( i.e. proteins in either - - CT68 or PPD tuberculosis-derived S2 ) , 37 proteins be found to were shared with @DRUG$ . M. @DRUG$ and 80 were shared with M. bovis PPD .	Out of 354 proteins from M. tuberculosis-derived ( i.e. proteins in either PPD - CT68 or PPD - S2 ) , 37 proteins were found to be with @DRUG$ . avium @DRUG$ and 80 were with bovis PPD .	Out of the 354 proteins from M. tuberculosis-derived PPDs ( proteins in either PPD - CT68 or PPD - S2 ), 37 proteins were found to be shared with @DRUG$ and 80 were shared with M. bovis PPD .	1
0	Moreover, individual components, such as @DRUG$ sulfate, delta-8-estrone sulfate, 17beta-dihydroequilin sulfate and @DRUG$ sulfate, have potent estrogenic effects.	moreover , individual components , such as @DRUG$ sulfate , delta-8- oestrone sulfate , 17beta-dihydroequilin sulfate and @DRUG$ sulfate , have potent estrogenic effects .	Moreover , individual 17beta-dihydroequilin , such as @DRUG$ sulfate , delta-8- estrone sulfate components , sulfate and @DRUG$ sulfate , have potent estrogenic effects .	Moreover , individual components , such as @DRUG$ sulfate , delta-8- estrone sulfate , 17beta-dihydroequilin sulfate @DRUG$ sulfate , have potent estrogenic effects .	@DRUG$ sulfate, delta-8-estrone sulfate, 17beta-dihydroequilin sulfate, and @DRUG$ sulfate are all potent estrogenic compounds.	0
0	@DRUG$ a result of the short plasma half-life and lack of accumulation of @DRUG$ with repeated dosing, the risk of between-meal and nocturnal hypoglycaemia is substantially reduced compared with other oral antidiabetic agents.	@DRUG$ a result of the poor plasma half - life and lack of accumulation of @DRUG$ with repeated dose , the risk of between -meal and nocturnal hypoglycaemia is substantially reduced compared with other oral antidiabetic agentive role .	@DRUG$ a result of the short plasma half - life and lack of accumulation substantially @DRUG$ with repeated agents , the of risk between -meal and nocturnal hypoglycaemia is of reduced compared with other oral antidiabetic dosing .	@DRUG$ a result of the short plasma half - life and lack of accumulation of @DRUG$ with repeated , risk of between -meal and nocturnal substantially reduced compared with other antidiabetic agents .	The risk of between-meal and nocturnal hypoglycemia is substantially reduced compared with other oral antidiabetic agents	1
0	The rhein-evoked increase in Isc was reduced by serosal addition of 50 mumol/l bumetanide, 1 mumol/@DRUG$ @DRUG$, 1 mumol/l atropine and 10 mumol/l piroxicam but not 100 mumol/l hexamethonium, 1 mumol/l ICS 205 930 or 10 mumol/l cimetidine.	The rhein-evoked increase in Isc was lose weight by serosal addition of 50 mumol / l bumetanide , 1 mumol / @DRUG$ @DRUG$ , 1 mumol / l atropine and ten mumol / l piroxicam but not hundred mumol / l hexamethonium , 1 mumol / l intelligence community 205 930 or ten mumol / l tagamet .	The rhein-evoked increase in mumol was reduced by serosal addition of 50 mumol / l mumol , 1 mumol / @DRUG$ @DRUG$ l 1 hexamethonium / l atropine and 10 bumetanide / l piroxicam but not 100 mumol / , mumol , 1 mumol / l ICS 205 930 or 10 Isc / l cimetidine .	The rhein-evoked increase in Isc was reduced by addition of 50 mumol / l bumetanide , 1 mumol / @DRUG$ @DRUG$ , 1 mumol / l atropine and 10 mumol / l but not mumol / l hexamethonium , 1 mumol / l ICS 205 930 or 10 mumol / cimetidine .	The rhein-evoked increase in Isc was reduced by serosal addition of 50 mumol / l bumetanide , 1 mumol / l atropine and 10 mumol / l piroxicam but not 100 mumol / l hexamethonium ,	1
0	Imipenem/avibactam and ceftazidime/avibactam displayed limited potency against A. baumannii isolates, whereas @DRUG$/@DRUG$ and ceftazidime/avibactam were active against P. aeruginosa.	Imipenem / avibactam and fortaz / avibactam displayed restrict potency against A. baumannii isolates , whereas @DRUG$ / @DRUG$ and fortaz / avibactam were active against P. aeruginosa .	Imipenem displayed avibactam and ceftazidime / avibactam / limited potency against A. baumannii isolates , whereas @DRUG$ / @DRUG$ and ceftazidime / avibactam were against active P. aeruginosa .	Imipenem / avibactam and ceftazidime / avibactam displayed limited potency against A. baumannii isolates , whereas @DRUG$ / @DRUG$ and ceftazidime avibactam were active against .	Imipenem / avibactam and ceftazidime / avibactam displayed limited potency against A. baumannii isolates , whereas @DRUG$ / @DRUG$ and ceftazidime / avibactam were active against P. aerugin	0
0	A major thrust of drug discovery in mood disorders will continue efforts to identify agents with rapid and sustained onsets of action (such as intravenous administration of @DRUG$), @DRUG$ well as identify drugs used routinely in non-psychiatric diseases for their antidepressant and mood-stabilizing properties.	vitamin a major thrusting of drug discovery in mood disorders will continue efforts to identify agents with rapid and sustained onset of action ( such as intravenous administration of @DRUG$ ) , @DRUG$ well as identify drugs employ routinely in non-psychiatric diseases for their antidepressant and mood-stabilizing properties .	A major thrust of drug will in mood disorders discovery sustained properties to identify agents with rapid and continue onsets of action ( such as intravenous administration of @DRUG$ ) , @DRUG$ well as identify drugs used routinely in non-psychiatric mood-stabilizing for their antidepressant and diseases efforts .	A major thrust drug discovery in mood disorders will continue efforts to identify with rapid and sustained onsets of action ( such as intravenous administration of @DRUG$ ) , @DRUG$ as identify drugs used routinely in non-psychiatric diseases for their antidepressant and mood-stabilizing properties .	Drug discovery in mood disorders will focus on finding agents that have a rapid and sustained effect, such as those that can be given intravenously (@DRUG$). Additionally, drugs that are commonly used in other diseases for their antidepressant and mood-stabilizing properties will be studied for their potential use in	1
0	@DRUG$ Mesilate @DRUG$ an Anticoagulant During Continuous Renal Replacement Therapy in Patients With High Bleeding Risk: A Randomized Clinical Trial.	@DRUG$ Mesilate @DRUG$ an Anticoagulant During Continuous Renal Replacement therapy in affected role With High Bleeding Risk : A Randomized Clinical Trial .	@DRUG$ Mesilate @DRUG$ Replacement Anticoagulant Risk Continuous Renal an Therapy in Patients With High Bleeding During : A Randomized Clinical Trial .	@DRUG$ Mesilate @DRUG$ an Anticoagulant During Renal Replacement Therapy Patients With High Bleeding Risk A Randomized Clinical Trial .	@DRUG$ is an anticoagulant that is used to prevent blood clots during continuous renal replacement therapy in patients who are at high risk for bleeding.	1
0	The nutritive sweeteners include sugar alcohols such as sorbitol, xylitol, lactitol, @DRUG$, erythritol, @DRUG$ and maltitol.	The nutritive sweeteners admit dinero alcohols such as sorbitol , xylitol , lactitol , @DRUG$ , erythritol , @DRUG$ and maltitol .	The nutritive sweeteners include as lactitol such sugar sorbitol , xylitol , alcohols , @DRUG$ , erythritol , @DRUG$ and maltitol .	The nutritive sweeteners include sugar alcohols such sorbitol , xylitol , lactitol , @DRUG$ , erythritol , @DRUG$ and maltitol .	@DRUG$ is a type of sugar alcohol, while @DRUG$ is a type of maltitol .	0
0	Following single administration of 20 @DRUG$/kg @DRUG$ mean maximum concentrations (Cmax) of the parent drug and its known active sulphoxide metabolite were 0.42 +/- 0.05 and 0.31 +/- 0.05 microgram/ml, respectively.	Following single administration of  @DRUG$ / kg @DRUG$ mean maximum concentrations ( Cmax ) of the rear drug and its known active sulphoxide metabolite were 0.42 +/- 0.05 and 0.31 +/- 0.05 microgram / ml , severally .	Following single administration of 20 @DRUG$ / kg @DRUG$ mean maximum concentrations ( the ) of Cmax parent drug and sulphoxide known active its metabolite were 0.05 +/- 0.42 and 0.31 +/- 0.05 microgram / ml , respectively .	Following single administration of 20 @DRUG$ kg @DRUG$ mean maximum concentrations ( Cmax ) of the parent drug and its known active metabolite were 0.42 +/- 0.05 and 0.31 +/- 0.05 microgram / ml , respectively .	Following single administration of 20 @DRUG$ / kg @DRUG$, the mean maximum concentrations ( Cmax ) of the parent drug and its known active sulphoxide metabolite were 0.42 +/- 0.05 and 0.31 +/- 0.05 microgram / ml, respectively.	0
1	@DRUG$ patients were withdrawn from the terbutaline group because treatment was insufficiently effective, whereas only one dropped out of the @DRUG$ group.	@DRUG$ patients were withdrawn from the terbutaline group because intervention was insufficiently effective , whereas only unrivalled dropped out of the @DRUG$ group .	@DRUG$ patients were withdrawn from out terbutaline insufficiently because treatment was group effective , whereas only one dropped the of the @DRUG$ group .	@DRUG$ patients were withdrawn the terbutaline group because treatment insufficiently effective , whereas only one dropped out of the @DRUG$ group .	@DRUG$ patients were more likely to drop out of the study because treatment was ineffective, whereas only one dropped out of the @DRUG$ group.	0
1	METHODS: The first goal of the trial was to identify a dose or doses of @DRUG$ that, when combined with reduced-dose tenecteplase, would result in a higher incidence of Thrombolysis In Myocardial Infarction (TIMI) grade 3 flow at 60 minutes versus full-dose @DRUG$ alone.	METHODS : The first goal of the trial was to identify a dose or doses of @DRUG$ that , when coalesce with reduced - dose tenecteplase , would result in a higher incidence of thrombolysis In Myocardial Infarction ( TIMI ) ground level terzetto flow at 60 minutes versus full- dose @DRUG$ entirely .	result : The first goal of when trial was to identify a dose or doses of @DRUG$ that , Thrombolysis combined in reduced - dose tenecteplase , would METHODS with a higher incidence of grade In Myocardial Infarction ( TIMI ) the 3 flow at 60 minutes versus full- dose @DRUG$ alone .	METHODS : The first goal of the trial to identify a dose or doses of @DRUG$ that , when combined with reduced - dose tenecteplase , would result a higher incidence of Thrombolysis In ( TIMI ) grade 3 at minutes versus full- dose @DRUG$ alone .	The first goal of the trial was to identify a dose or doses of @DRUG$ that, when combined with reduced-dose tenecteplase, would result in a higher incidence of Thrombolysis In Myocardial Infarction (TIMI) grade 3 flow at 60	1
0	This requires dose adjustments when combined with for instance protease inhibitors (with the exception of tipranavir/@DRUG$), efavirenz, @DRUG$ or rifampin.	This requires dose adjustments when commingle with for illustrate protease inhibitors ( with the exception of tipranavir / @DRUG$ ) , efavirenz , @DRUG$ or rifampin .	/ requires dose adjustments when combined with , instance protease inhibitors ( with the exception of tipranavir This @DRUG$ ) for efavirenz , @DRUG$ or rifampin .	This requires adjustments when combined with for instance protease inhibitors ( with the exception of tipranavir / @DRUG$ ) efavirenz , @DRUG$ or rifampin .	@DRUG$ and @DRUG$ should not be taken together, as they may interact and cause adverse effects.	0
1	We found no significant difference between all of the interventions and the placebo regarding the risk of serious adverse effects (SAEs): the relative ranking strongly suggested that @DRUG$ was associated with the best safety profile regarding all of the SAEs (RR 0.23, 95% CI 0.05 to 0.99; SUCRA = 90.7; moderate-certainty evidence), followed by ciclosporin (RR 0.23, 95% CI 0.01 to 5.10; SUCRA = 78.2; very low-certainty evidence), certolizumab (RR 0.49, 95% CI 0.10 to 2.36; SUCRA = 70.9; moderate-certainty evidence), infliximab (RR 0.56, 95% CI 0.10 to 3.00; SUCRA = 64.4; very low-certainty evidence), @DRUG$ (RR 0.72, 95% CI 0.34 to 1.55; SUCRA = 62.6; low-certainty evidence), and fumaric acid esters (RR 0.77, 95% CI 0.30 to 1.99; SUCRA = 57.7; very low-certainty evidence).	We found no substantial dispute between all of the interposition and the placebo see the gamble of serious inauspicious core ( SAEs ) : the congener superior strongly suggested that @DRUG$ was associated with the better safety device visibility see all of the SAEs ( RR 0.23 , ninety five % curie 0.05 to 0.99 ; SUCRA = 90.7 ; moderate-certainty manifest ) , succeed by ciclosporin ( RR 0.23 , ninety five % curie 0.01 to 5.10 ; SUCRA = 78.2 ; very low-certainty manifest ) , certolizumab ( RR 0.49 , ninety five % curie 0.10 to 2.36 ; SUCRA = 70.9 ; moderate-certainty manifest ) , remicade ( RR 0.56 , ninety five % curie 0.10 to 3.00 ; SUCRA = 64.4 ; very low-certainty manifest ) , @DRUG$ ( RR 0.72 , ninety five % curie 0.34 to 1.55 ; SUCRA = 62.6 ; low-certainty manifest ) , and fumaric acid esters ( RR 0.77 , ninety five % curie 0.30 to 1.99 ; SUCRA = 57.7 ; very low-certainty manifest ) .	We found 78.2 significant difference between all ; the interventions and CI placebo regarding the ( serious of adverse effects ( SAEs ) : the relative ranking strongly suggested that @DRUG$ was associated with the best safety profile regarding all of the the ( RR 0.23 , 95 % risk 0.05 to 0.99 of SUCRA = 90.7 ; moderate-certainty evidence ) , RR by ciclosporin 95 RR , , 95 % CI 0.01 to 5.10 ; SUCRA = no ; very low-certainty evidence ) , certolizumab CI RR 0.49 low-certainty 95 % CI 0.10 to 2.36 ; SUCRA 0.56 70.9 ; moderate-certainty evidence ( , ) ( RR acid 0.23 95 % SAEs 0.10 to 3.00 ; SUCRA = 64.4 ; very low-certainty , infliximab , @DRUG$ ) followed 0.72 evidence 95 % CI 0.34 to 1.55 ; SUCRA = 62.6 ; , evidence ) , and fumaric very esters ( RR 0.77 , ( % CI 0.30 to 1.99 ; SUCRA = 57.7 ; = low-certainty evidence ) .	We found no significant difference between all of the interventions and the placebo regarding the risk serious adverse effects ( SAEs ) : the relative ranking strongly suggested that @DRUG$ was associated with the best safety profile regarding all of the SAEs 0.23 , % CI 0.05 to 0.99 ; SUCRA = 90.7 ; moderate-certainty ) , followed by ciclosporin ( RR 0.23 , 95 % CI 0.01 to 5.10 ; SUCRA = 78.2 ; very low-certainty evidence ) certolizumab ( RR 0.49 , 95 % CI 0.10 to 2.36 ; SUCRA = 70.9 ; moderate-certainty evidence ) , infliximab ( RR 0.56 , 95 % CI 0.10 to 3.00 ; SUCRA = 64.4 ; very low-certainty evidence ) , @DRUG$ ( RR 0.72 , 95 % CI 0.34 to 1.55 ; = ; low-certainty ) , and fumaric esters ( RR , 95 % CI 0.30 1.99 ; SUCRA = 57.7 ; very low-certainty evidence .	We found no significant difference between all of the interventions and the placebo regarding the risk of serious adverse effects ( SAEs ) : the relative ranking strongly suggested that @DRUG$ was associated with the best safety profile regarding all of the SAEs ( RR 0.23 , 95 % CI 0.	1
1	Studies in patients undergoing hip surgery have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin, warfarin, @DRUG$ 70 and heparin-dihydroergotamine, while additional data suggest no difference between danaparoid, enoxaparin and @DRUG$.	canvas in patients undergo hip surgical process have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin , coumadin , @DRUG$ 70 and heparin-dihydroergotamine , while additional data suggest no difference between danaparoid , enoxaparin and @DRUG$ .	of in patients undergoing hip surgery have shown that danaparoid significantly reduces the incidence postoperative no DVT compared data aspirin , warfarin , @DRUG$ 70 and heparin-dihydroergotamine , while additional with suggest Studies difference between danaparoid , enoxaparin and @DRUG$ .	Studies in patients undergoing hip surgery have shown that danaparoid significantly reduces incidence of postoperative DVT compared with aspirin , warfarin , @DRUG$ 70 and heparin-dihydroergotamine , while additional data suggest no difference between danaparoid , enoxaparin and @DRUG$ .	Studies have shown that danaparoid is more effective than aspirin, warfarin, and heparin-dihydroergotamine at preventing DVT, while enoxaparin is similarly effective.	1
0	Non-modified magnetic iron oxide nanoparticles (MIONPs) can adsorb up to 43.47% of 50 ngmL(-1) of Hg (II) ions from polluted @DRUG$, but modified magnetic ironoxide nanoparticles (@DRUG$-MIONPs) improved the efficiency up to 98.6% for the same concentration.	Non-modified magnetized branding iron oxide nanoparticles ( MIONPs ) can adsorb up to 43.47 % of fifty ngmL ( - one ) of Hg ( two ) ions from polluted @DRUG$ , but modified magnetized ironoxide nanoparticles ( @DRUG$ - MIONPs ) improved the efficiency up to 98.6 % for the same concentration .	Non-modified magnetic iron oxide to ( MIONPs ) can adsorb up nanoparticles 43.47 % , 50 but ( - 1 ) of ngmL ( II ) ions from polluted @DRUG$ of Hg ( magnetic ironoxide nanoparticles modified @DRUG$ - MIONPs ) improved the efficiency up to 98.6 % for the same concentration .	Non-modified magnetic iron oxide nanoparticles ( MIONPs ) can adsorb up to 43.47 ( - 1 ) of Hg ( II ) ions polluted @DRUG$ , but modified magnetic ironoxide nanoparticles ( @DRUG$ - MIONPs improved the efficiency up to 98.6 % the same .	Non-modified magnetic iron oxide nanoparticles ( MIONPs ) can adsorb up to 43.47 % of 50 ngmL ( - 1 ) of Hg ( II ) ions from polluted @DRUG$ , but modified magnetic ironoxide nanoparticles ( @DRUG$ - MIONPs ) improved	0
1	A 1-year comparative study showed that the ocular hypotensive efficacy of dorzolamine 2% 3 times daily was similar to that of @DRUG$ 0.5% twice daily, but slightly inferior to that of @DRUG$ 0.5% twice daily.	A  - year comparative study showed that the opthalmic hypotensive efficacy of dorzolamine 2 % triplet times daily was similar to that of @DRUG$ 0.5 % doubly daily , but slightly inferior to that of @DRUG$ 0.5 % doubly daily .	A 1 - year comparative slightly showed that the ocular hypotensive efficacy of dorzolamine 0.5 was to times daily % similar to that of @DRUG$ 2 % twice daily , but study inferior 3 that of @DRUG$ 0.5 % twice daily .	A - year comparative study showed that the ocular hypotensive efficacy of dorzolamine 2 % 3 times daily was similar to that of @DRUG$ 0.5 % twice daily , but slightly inferior to that of @DRUG$ 0.5 % twice daily .	A 1 - year comparative study showed that the ocular hypotensive efficacy of dorzolamine 2 % 3 times daily was similar to that of @DRUG$ 0.5 % twice daily , but slightly inferior to that of @DRUG$ 0.5 % twice daily .	0
0	We evaluated @DRUG$, a natural compound from Rheum palmatum @DRUG$., as an antagonist for LXRs and investigated its anti-obesity mechanism in high-fat diet-fed mice.	We pass judgment @DRUG$ , a natural compound from Rheum palmatum @DRUG$ . , as an antagonist for LXRs and investigated its anti-obesity mechanism in senior high - fat diet-fed shiner .	We an @DRUG$ a , natural compound from Rheum palmatum @DRUG$ . mice as evaluated antagonist for LXRs and investigated its anti-obesity mechanism in high - fat diet-fed , .	We evaluated @DRUG$ , a natural compound from Rheum palmatum @DRUG$ . , as an antagonist for LXRs and investigated its mechanism in high fat diet-fed mice .	We found that @DRUG$ inhibits the activity of LXRs, which helps to reduce obesity in mice.	1
0	Subjects were randomized to receive six single (5-400 @DRUG$) or five multiple oral doses of @DRUG$ for 28 days (5-100 mg).	Subjects were randomized to receive six single ( 5- 400 @DRUG$ ) or phoebe multiple viva doses of @DRUG$ for 28 days ( 5-100 mg ) .	Subjects were randomized five receive six single ( 5- 400 @DRUG$ ) or ) multiple oral doses of @DRUG$ for 28 days ( 5-100 mg to .	Subjects were randomized to receive six single ( 5- 400 @DRUG$ ) or five multiple doses of @DRUG$ for 28 days ( 5-100 ) .	Some subjects were given a single dose of @DRUG$, while others were given multiple doses of @DRUG$. Both groups were then monitored for 28 days.	0
0	Moreover, it summarizes the characteristics of next-generation NNRTIs: @DRUG$, GSK 2248761, @DRUG$, BILR 355 BS, calanolide A, MK-4965, MK-1439 and MK-6186.	Moreover , it summarizes the device characteristic of next-generation non nucleoside reverse transcriptase inhibitor : @DRUG$ , GSK 2248761 , @DRUG$ , BILR 355 vitamin b , calanolide A , MK -4965 , MK -1439 and MK-6186 .	Moreover , it summarizes the characteristics of next-generation A : @DRUG$ , GSK 2248761 , @DRUG$ , BILR 355 BS , calanolide NNRTIs , MK -4965 , MK -1439 and MK-6186 .	Moreover , it summarizes the characteristics of next-generation NNRTIs : @DRUG$ , GSK 2248761 , @DRUG$ BILR 355 BS calanolide , MK -4965 , MK -1439 and MK-6186 .	Next-generation NNRTIs include @DRUG$, GSK 2248761, @DRUG$, BILR 355 BS, calanolide A, MK-4965, MK-1439 and MK-6186.	0
0	Monosaccharide half-life as well as the effects of intravenous infusion of 0.5 g/kg body weight @DRUG$, fructose, and invert sugar solutions on insulin levels in blood plasma @DRUG$ well as on pyruvate and lactate concentrations in the blood were measured in two adult sheep weighing 72 kg and 65 kg.	Monosaccharide half - life as well as the effects of intravenous infusion of 0.5 g/ kilo body weight @DRUG$ , fructose , and invert shekels solutions on insulin degree in blood plasma @DRUG$ well as on pyruvate and lactate concentrations in the blood were measured in deuce big sheep weighing 72 kilo and 65 kilo .	Monosaccharide half - life as 65 as levels effects of intravenous infusion of 0.5 g/ kg body weight @DRUG$ , fructose , and invert sugar solutions on on the in pyruvate plasma @DRUG$ well as insulin blood and adult concentrations in the blood were measured in two lactate sheep weighing 72 kg and well kg .	Monosaccharide half - life well the effects of intravenous infusion of 0.5 g/ kg body weight @DRUG$ , fructose , and invert sugar on insulin levels in blood plasma @DRUG$ well as on pyruvate and lactate concentrations in the blood were measured in adult sheep weighing 72 kg and 65 kg .	The half-life of monosaccharides, as well as the effects of intravenous infusion of 0.5 g/ kg body weight of @DRUG$, fructose, and invert sugar solutions on insulin levels in blood plasma @DRUG$, as well as on pyruvate and	0
0	OBJECTIVES: Comparative in vivo studies were carried out to determine the adsorption characteristics of @DRUG$ (AMT) on @DRUG$ (AC) and sodium polystyrene sulfonate (SPS).	OBJECTIVES : comparative in vivo studies were carried out to watch the surface assimilation characteristics of @DRUG$ ( AMT ) on @DRUG$ ( AC ) and sodium polystyrene sulfonate ( SPS ) .	OBJECTIVES : Comparative in vivo studies were carried out to ) the adsorption characteristics sulfonate @DRUG$ ( ( ) on @DRUG$ AMT AC determine and sodium polystyrene of ( SPS ) .	OBJECTIVES : Comparative in vivo studies were carried out to determine the adsorption characteristics of @DRUG$ ( AMT ) @DRUG$ ( AC ) and sodium polystyrene sulfonate ( SPS ) .	The objective of this study was to compare how well @DRUG$ (AMT) adsorbs to @DRUG$ (AC) and sodium polystyrene sulfonate (SPS).	0
0	Test samples at 0.01-1.0 mmol/@DRUG$ (@DRUG$ hydrochloride, timolol maleate, betaxolol hydrochloride, levobunolol hydrochloride, or nipradilol) were added to the HCECs before, during, or after UVB irradiation.	Test try at 0.01 - 1.0 mmol / @DRUG$ ( @DRUG$ hydrochloride , blocadren maleate , betaxolol hydrochloride , levobunolol hydrochloride , or nipradilol ) were bestow to the HCECs before , during , or after UVB irradiation .	Test samples at 0.01 - added mmol / @DRUG$ ( @DRUG$ hydrochloride , timolol maleate 1.0 betaxolol hydrochloride , levobunolol hydrochloride , or nipradilol ) were during to the HCECs before , , , or after UVB irradiation .	samples at 0.01 - 1.0 mmol @DRUG$ ( @DRUG$ hydrochloride , timolol maleate , betaxolol hydrochloride , levobunolol hydrochloride , nipradilol ) were added to the HCECs before , during , or after UVB irradiation .	Test samples at 0.01 - 1.0 mmol / @DRUG$ ( @DRUG$ hydrochloride , timolol maleate , betaxolol hydrochloride , levobunolol hydrochloride , or nipradilol ) were added to the HCECs	0
0	We cover nicotine replacement therapy (NRT), antidepressants (@DRUG$ and nortriptyline), nicotine receptor partial agonists (varenicline and cytisine), anxiolytics, selective type 1 cannabinoid receptor antagonists (rimonabant), clonidine, lobeline, dianicline, mecamylamine, Nicobrevin, opioid antagonists, nicotine vaccines, and @DRUG$ acetate.	We cover nicotine replacement therapy ( NRT ) , antidepressants ( @DRUG$ and nortriptyline ) , nicotine sense organ partial agonist ( varenicline and cytisine ) , anxiolytics , selective type one cannabinoid sense organ opposer ( rimonabant ) , clonidine , lobeline , dianicline , mecamylamine , Nicobrevin , opioid opposer , nicotine vaccine , and @DRUG$ acetate .	We cover nicotine replacement therapy varenicline NRT partial , antidepressants cannabinoid @DRUG$ and nortriptyline ) , nicotine receptor ) agonists ( ( , cytisine ) , anxiolytics , selective type 1 ( receptor antagonists ( rimonabant ) , clonidine vaccines lobeline , dianicline and mecamylamine , Nicobrevin , opioid antagonists , nicotine , , and @DRUG$ acetate .	We nicotine replacement therapy ( NRT , antidepressants ( @DRUG$ and ) nicotine receptor partial agonists ( varenicline and cytisine ) , anxiolytics , selective type 1 cannabinoid receptor antagonists ( rimonabant ) , clonidine , lobeline , , mecamylamine , Nicobrevin , antagonists , nicotine vaccines , and @DRUG$ acetate .	@DRUG$ is a type of drug that is used to treat various conditions, while @DRUG$ is a type of drug that is used to help people stop smoking.	0
0	Furthermore, 12-week treatment with HCTZ resulted in significant increases in @DRUG$ (+11.0 +/- 4.1 mg/dl) and total cholesterol/HDL ratio (+0.3 +/- 0.1 @DRUG$/dl) and a significant decrease in HDL (-3.2 +/- 0.7 mg/dl).	what is more , 12 - week intervention with HCTZ resulted in significant increases in @DRUG$ ( +11.0 +/- 4.1 magnesium / dl ) and total cholesterin / HDL ratio ( + 0.3 +/- 0.1 @DRUG$ / dl ) and a significant lessening in HDL ( -3.2 +/- 0.7 magnesium /dl ) .	Furthermore , 12 - week treatment with HCTZ ( in significant / in @DRUG$ ( +11.0 +/- 4.1 mg / dl ) and total cholesterol / HDL ratio ( + -3.2 0.1 +/- @DRUG$ increases dl /dl and a significant decrease in HDL resulted 0.3 +/- 0.7 mg ) ) .	Furthermore , 12 - week treatment with resulted in significant increases in @DRUG$ ( +/- 4.1 mg / dl ) and total cholesterol / ratio ( 0.3 +/- 0.1 @DRUG$ / dl ) and a significant in HDL ( -3.2 +/- 0.7 mg /dl ) .	HCTZ treatment resulted in significant increases in @DRUG$ and total cholesterol / HDL ratio and a significant decrease in HDL.	1
0	Although bile acids, such as taurocholic acid, @DRUG$, and @DRUG$, were not substrates of SOAT, the sulfoconjugated bile acid taurolithocholic acid-3-sulfate was transported by SOAT-HEK293 cells in a sodium-dependent manner and showed competitive inhibition of SOAT transport with an apparent K(i) value of 0.24 mum.	Although bile acids , such as taurocholic acid , @DRUG$ , and @DRUG$ , were not substratum of SOAT , the sulfoconjugated bile acid taurolithocholic acid-3 - sulfate was transported by SOAT - HEK293 cell in a atomic number  - hooked manner and showed competitive inhibition of SOAT transport with an seeming K ( i ) value of 0.24 florists chrysanthemum .	( bile acids , such as taurocholic acid taurolithocholic @DRUG$ K and @DRUG$ was were not substrates of SOAT , the sulfoconjugated bile acid , acid-3 , sulfate - transported by SOAT - HEK293 cells in a sodium - dependent manner and showed competitive inhibition of SOAT transport with an apparent , Although i ) value of 0.24 mum .	Although bile acids , such as taurocholic acid @DRUG$ , and @DRUG$ , were not substrates SOAT , the sulfoconjugated bile acid taurolithocholic acid-3 - sulfate was transported by SOAT - cells in a sodium - dependent manner and competitive SOAT transport with an apparent K ( i ) value of 0.24 mum .	Although bile acids, such as taurocholic acid, @DRUG$, and @DRUG$, were not substrates of SOAT, the sulfoconjugated bile acid taurolithocholic acid-3-sulfate was transported by SOAT-HEK	0
0	The mortality endpoint (LC(50)), however, is not a reliable predictor of the effects of @DRUG$ under field situations (e.g. @DRUG$ paddies), because the paralysis effect induced by this insecticide takes place at much lower concentrations than those required to cause the death of the animals: regardless of the taxa, differences as large as 100- or 600-fold were observed between the EC(50) and LC(50) for the same exposures.	The mortality end point ( LC ( 50 ) ) , withal , is not a reliable predictor of the effects of @DRUG$ under field situations ( e.g. @DRUG$ paddies ) , because the paralysis effect induced by this insecticide deal place at very much lower absorption than those required to cause the death of the animals : regardless of the taxa , differences as large as hundred - or 600 - fold were discovered between the common market ( 50 ) and LC ( 50 ) for the same exposures .	The mortality endpoint ( between ( 50 ) ) , for , ( not a reliable predictor of EC effects of @DRUG$ under field situations is e.g. @DRUG$ paddies ) , as the paralysis of induced by this insecticide takes place at much lower concentrations than observed required to cause the death effect the animals : regardless of the taxa , the because large as 100 - or 600 - fold were those LC the differences ( 50 ) and LC ( 50 ) however the same exposures .	The mortality endpoint ( LC ( 50 ) , however , is not a reliable predictor of the effects of @DRUG$ under field situations ( e.g. @DRUG$ paddies ) , because the paralysis effect induced by insecticide takes place at much lower concentrations than those required cause the death of the animals : regardless of the taxa , differences as large as 100 or 600 - fold were EC 50 ) and LC ( 50 ) for the same exposures .	The mortality endpoint ( LC ( 50 ) ) , however , is not a reliable predictor of the effects of @DRUG$ under field situations ( e.g. @DRUG$ paddies ) , because the paralysis effect induced by this insecticide takes place at much lower concentrations than those required to cause the	0
1	@DRUG$ was found to overcome bortezomib resistance and to trigger synergistic antimyeloma activity with @DRUG$, lenalidomide, and histone deacetylase inhibitors.	@DRUG$ was found to overcome bortezomib electrical resistance and to trigger synergistic antimyeloma activity with @DRUG$ , lenalidomide , and histone deacetylase inhibitor .	@DRUG$ to found to overcome bortezomib resistance and was trigger synergistic antimyeloma activity with @DRUG$ , lenalidomide deacetylase and histone , inhibitors .	@DRUG$ was found to overcome bortezomib resistance and trigger synergistic antimyeloma activity @DRUG$ , lenalidomide , and histone deacetylase inhibitors .	@DRUG$ was found to be more effective than bortezomib at killing myeloma cells, and it also worked synergistically with lenalidomide and histone deacetylase inhibitors.	1
0	CONCLUSION: When administered a similar dose on a per weight basis, @DRUG$ has a substantially longer elimination half-life and maximal drug plasma concentration in cats @DRUG$ compared to those previously reported in dogs.	CONCLUSION : When administered a similar dose on a per weight basis , @DRUG$ has a substantially longer evacuation half - life and maximum drug plasma concentration in cats @DRUG$ compared to those previously reported in dog .	CONCLUSION : When administered a similar those on a reported weight basis , @DRUG$ has a substantially longer elimination half - life and maximal dogs plasma concentration in cats @DRUG$ compared to dose previously per in drug .	CONCLUSION : When administered similar dose on per weight basis , @DRUG$ has a substantially elimination half - life and maximal plasma concentration in cats @DRUG$ those previously reported in dogs .	When administered a similar dose on a per weight basis, @DRUG$ has a substantially longer elimination half-life and maximal drug plasma concentration in cats @DRUG$ compared to those previously reported in dogs.	0
0	Sunitinib was also associated with a higher objective response rate than was @DRUG$ (31% vs. 6%, @DRUG$<0.001).	Sunitinib was likewise associated with a higher objective response rate than was @DRUG$ ( 31 % vs. sestet % , @DRUG$ < 0.001 ) .	Sunitinib was also associated with a higher objective response rate than 31 @DRUG$ ( , % vs. 6 % was @DRUG$ < 0.001 ) .	Sunitinib was also associated with a higher objective response rate @DRUG$ ( 31 % vs. 6 % , @DRUG$ < 0.001 ) .	Sunitinib was also associated with a higher objective response rate than was @DRUG$ ( 31 % vs. 6 % , @DRUG$ < 0.001 ) ."Sunitinib was more effective than DRUGA in achieving an objective response.	0
0	However, at 1 week after the administration of a single dosage 6[R,S] 5-MTHF, we detected 6[@DRUG$] 5-MTHF following the administration of @DRUG$, indicating storage of this isomer in the body.	However , at 1 week after the administration of a single dose 6 [ R , reciprocal ohm ] 5 - MTHF , we detected 6 [ @DRUG$ ] 5 - MTHF following the administration of @DRUG$ , signal storage of this isomer in the soundbox .	at , However 1 week after the the of a single dosage 6 [ R 5 ] S , - MTHF , we detected 6 [ @DRUG$ ] 5 - MTHF following administration administration of @DRUG$ , indicating storage of this isomer in the body .	However , at 1 week after the administration of a single dosage 6 [ R , S ] 5 - MTHF , we detected 6 [ @DRUG$ ] 5 - MTHF following the administration of @DRUG$ indicating storage of this isomer in the body .	However, at 1 week after the administration of a single dosage of 6 [R,S]-5-MTHF, we detected 6 [@DRUG$]5-MTHF following the administration of @DRUG$, indicating storage of this isomer in the body.	0
1	@DRUG$ (in combination with @DRUG$) is both an inhibitor and inducer of cytochrome p450, with significant potential for drug-drug interactions, and therefore, it must be used cautiously when administered to patients who are receiving other drugs.	@DRUG$ ( in combination with @DRUG$ ) is both an inhibitor and inducer of cytochrome p450 , with significant potential difference for drug-drug interactions , and therefore , it must be used guardedly when mete out to patient role who are receiving other drugs .	@DRUG$ ( in combination with @DRUG$ ) is both of inhibitor and inducer an cytochrome p450 , with significant potential when drug-drug interactions , and therefore , it must be used cautiously who drugs to patients for are receiving other administered .	@DRUG$ ( in combination with @DRUG$ ) is both an inhibitor and inducer of cytochrome p450 , with significant potential for drug-drug interactions , and therefore it be used cautiously when administered to patients who are receiving other drugs .	@DRUG$ can both inhibit and induce cytochrome p450, so it's important to use caution when administering it to patients who are also taking other drugs.	1
0	PF1022A contains 4 N-Methyl-@DRUG$-leucines, 2 D-lactic acids and 2-D-phenyllactic acids arranged as a cyclic octadepsipeptide with an alternating L-@DRUG$-L-configuration.	PF1022A arrest 4 N- Methyl-@DRUG$ - leucine , 2 D-lactic acids and 2 - D- phenyllactic acids arranged as a cyclic octadepsipeptide with an alternating L-@DRUG$ -L-configuration .	with contains 4 N- Methyl-@DRUG$ - leucines , 2 D-lactic acids and 2 arranged D- phenyllactic acids - as a cyclic octadepsipeptide PF1022A an alternating L-@DRUG$ -L-configuration .	PF1022A contains 4 N- Methyl-@DRUG$ - leucines , 2 D-lactic acids and 2 - D- acids arranged as a cyclic octadepsipeptide with an alternating L-@DRUG$ -L-configuration .	PF1022A contains 4 N- Methyl-@DRUG$ - leucines , 2 D-lactic acids and 2 - D- phenyllactic acids arranged as a cyclic octadepsipeptide with an alternating L-@DRUG$ -L-configuration .	0
0	Ezetimibe does not have significant effects on plasma levels of HMG-CoA reductase inhibitors commonly known as statins (atorvastatin, fluvastatin, lovastatin, pitavastatin, @DRUG$, rosuvastatin, simvastatin), fibric acid derivatives (gemfibrozil, fenofibrate), digoxin, glipizide, warfarin and triphasic oral contraceptives (ethinylestradiol and @DRUG$).	Ezetimibe does not have important effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , @DRUG$ , rosuvastatin , zocor ) , fibric acid derivative ( gemfibrozil , fenofibrate ) , lanoxin , glipizide , warfarin and triphasic oral examination contraceptives ( ethinylestradiol and @DRUG$ ) .	and does not have significant effects on plasma levels of ) - CoA reductase inhibitors commonly known as statins ( atorvastatin , fluvastatin , , , pitavastatin , @DRUG$ ) Ezetimibe , simvastatin lovastatin , fibric acid derivatives ( gemfibrozil , fenofibrate ) , digoxin , glipizide , warfarin and triphasic oral contraceptives ( ethinylestradiol rosuvastatin @DRUG$ HMG .	Ezetimibe does have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , , lovastatin , pitavastatin , @DRUG$ , rosuvastatin , simvastatin ) , fibric acid derivatives ( gemfibrozil , fenofibrate ) , , glipizide , warfarin and triphasic oral contraceptives ( ethinylestradiol and @DRUG$ ) .	Ezetimibe does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , rosuvastatin , simvastatin )	1
0	At the end of treatment, the combination provided more pronounced PI reduction (3.540 points) compared with @DRUG$ (2.371, p < 0.0001), @DRUG$ (3.074, p = 0.0259) and placebo (1.884, p < 0.0001).	At the terminate of treatment , the combination put up more judge PI reduction ( 3.540 manoeuver ) compared with @DRUG$ ( 2.371 , p < 0.0001 ) , @DRUG$ ( 3.074 , p = 0.0259 ) and placebo ( 1.884 , p < 0.0001 ) .	At the end of < , the combination provided more pronounced PI reduction ( 3.540 points ) compared with @DRUG$ ( 2.371 , p and 0.0001 ) , @DRUG$ 1.884 3.074 , p = 0.0259 ) treatment placebo , ( ( p < 0.0001 ) .	At the end of treatment , the provided more pronounced PI reduction 3.540 points ) compared with @DRUG$ ( 2.371 , p < 0.0001 ) @DRUG$ ( 3.074 , p = 0.0259 ) and placebo ( 1.884 p < ) .	At the end of treatment, the combination provided more pronounced PI reduction (3.540 points) compared with @DRUG$ (2.371, p < 0.0001), @DRUG$ (3.074, p = 0.0259), and placebo (1.884, p <	0
0	BACKGROUND: @DRUG$ @DRUG$ (ESL) is a new antiepileptic drug (AED) licensed as adjunctive therapy in adults with partial-onset or focal seizures.	BACKGROUND : @DRUG$ @DRUG$ ( ESL ) is a newfangled antiepileptic drug ( AED ) licensed as adjunctive therapy in adults with partial - onset or focal ictus .	BACKGROUND : @DRUG$ @DRUG$ ( drug ) is a new antiepileptic ESL seizures AED ) licensed as adjunctive therapy in adults with partial - onset or focal ( .	: @DRUG$ @DRUG$ ( ESL ) is new antiepileptic drug ( AED licensed as adjunctive therapy in adults with partial - onset or focal seizures .	@DRUG$ is a new antiepileptic drug licensed as adjunctive therapy in adults with partial-onset or focal seizures.	1
0	To examine the effect of 1,25-dihydroxyvitamin @DRUG$(3), the major metabolite of @DRUG$, on endothelium-dependent contractions, aortic rings of spontaneously hypertensive rats (SHR) were suspended in organ chambers for isometric force measurements.	To examine the effect of 1,25 - dihydroxyvitamin @DRUG$ ( 3 ) , the major metabolite of @DRUG$ , on endothelium - subordinate contractions , aortic pack of ad libitum hypertensive rats ( SHR ) were suspended in organ chambers for isometric drive measurements .	To examine the effect ) 1,25 - dihydroxyvitamin @DRUG$ ( 3 of , the ( metabolite for @DRUG$ , on aortic - dependent contractions , endothelium rings of spontaneously hypertensive rats major SHR ) were suspended in organ chambers of isometric force measurements .	To examine the effect of 1,25 - dihydroxyvitamin @DRUG$ ( 3 ) , the major metabolite of @DRUG$ , on endothelium - dependent contractions aortic of spontaneously hypertensive ( SHR ) suspended in organ chambers for isometric force measurements .	The effect of 1,25 - dihydroxyvitamin @DRUG$ on endothelium - dependent contractions was examined by suspending aortic rings of spontaneously hypertensive rats in organ chambers for isometric force measurements.	1
0	Approximately 0.35 and 4.5% of the administered dose were recovered in the urine @DRUG$ clindamycin phosphate and @DRUG$, respectively.	close to 0.35 and 4.5 % of the shell out dose were recovered in the urine @DRUG$ clindamycin phosphate and @DRUG$ , respectively .	Approximately 0.35 and 4.5 the of the % dose were recovered in administered urine @DRUG$ clindamycin phosphate and @DRUG$ , respectively .	Approximately 0.35 and 4.5 % of the administered dose were recovered in the urine @DRUG$ clindamycin phosphate and @DRUG$ , respectively	Approximately 0.35% of the clindamycin phosphate dose was recovered in the urine as clindamycin, and 4.5% of the clindamycin phosphate dose was recovered in the urine as clindamycin metabolites.	1
1	A quantitative high performance liquid chromatography method (HPLC) and a confirmative liquid chromatography-tandem mass spectrometry (LC-MS/MS) for the simultaneous determination of 18 sulfonamides such as sulfamidinum, sulfanilamide, sulfisomidine, sulfadiazine, @DRUG$, sulfathiazole, sulfamerazine, sulfadimidine, sulfamethoxypyridazine, sulfamethoxydiazine, @DRUG$, sulfachloropyridazine, sulfamethoxazole, sulfamonomethoxine, sulfadoxine, sulfaclozine, sulfadimethoxine, sulfaquinoxaline in the muscles, livers and kidneys of swine, bovine and chicken were developed and validated.	A quantitative high performance liquid chromatography method acting ( HPLC ) and a confirmative liquid chromatography - tandem mass spectroscopic analysis ( LC - megabyte / megabyte ) for the simultaneous decision of 18 sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine , sulfadiazine , @DRUG$ , sulfathiazole , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , sulfamethoxydiazine , @DRUG$ , sulfachloropyridazine , sulfamethoxazole , sulfamonomethoxine , sulfadoxine , sulfaclozine , sulfadimethoxine , sulfaquinoxaline in the muscles , liver and kidney of swine , bovine and lily livered were rise and validated .	A - high performance liquid chromatography method ( HPLC sulfachloropyridazine and a confirmative liquid chromatography - tandem mass spectrometry ( in quantitative MS / MS ) for sulfisomidine simultaneous determination of 18 sulfonamides such and sulfamidinum , , , swine , sulfadiazine , @DRUG$ , sulfathiazole , sulfamerazine sulfanilamide sulfamethoxypyridazine , sulfadimidine , sulfamethoxydiazine , @DRUG$ , ) , sulfamethoxazole , sulfamonomethoxine , sulfadoxine , sulfaclozine , sulfadimethoxine , sulfaquinoxaline LC the muscles , livers and kidneys of the , bovine as chicken were developed and validated .	A quantitative high performance liquid chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass ( - MS / MS ) the simultaneous determination of 18 sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine , , @DRUG$ , sulfathiazole , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , sulfamethoxydiazine , @DRUG$ , sulfachloropyridazine , sulfamethoxazole , , sulfadoxine , sulfaclozine , sulfadimethoxine in the muscles , livers and kidneys of swine , bovine and chicken were developed and validated .	A quantitative high performance liquid chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass spectrometry ( LC - MS / MS ) for the simultaneous determination of 18 sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine ,	1
0	The search for a penicillin with additional antimicrobial activity against the Enterobacteriaceae and Pseudomonas aeruginosa led to the development of the carboxypenicillins (carbenicillin and ticarcillin) and the ureidopenicillins (@DRUG$, azlocillin, and @DRUG$).	The seek for a penicillin with extra antimicrobial activeness against the Enterobacteriaceae and Pseudomonas aeruginosa led to the development of the carboxypenicillins ( carbenicillin and ticarcillin ) and the ureidopenicillins ( @DRUG$ , azlocillin , and @DRUG$ ) .	and search activity a Enterobacteriaceae with additional antimicrobial for against the penicillin and Pseudomonas aeruginosa led to the development of the carboxypenicillins ( carbenicillin and ticarcillin ) The the ureidopenicillins ( @DRUG$ , azlocillin , and @DRUG$ ) .	The search for a penicillin with additional antimicrobial activity against the Enterobacteriaceae and Pseudomonas aeruginosa led to the development of the ( carbenicillin and ticarcillin ) and the ureidopenicillins ( @DRUG$ , and @DRUG$ ) .	The search for a penicillin with additional antimicrobial activity against the Enterobacteriaceae and Pseudomonas aeruginosa led to the development of the carboxypenicillins ( carbenicillin and ticarcillin ) and the ureidopenicill	1
0	Plasma half-life (t1/2) values vary for the macrolides described: @DRUG$, oleandomycin, josamycin and @DRUG$ have a t1/2 ranging from 1 to 2 hours; spiramycin, erythromycin stearate, the mercaptosuccinate salt of propionyl erythromycin and rosaramicin have an intermediate t1/2 (about 7, 6.5, 5 and 4.5 hours, respectively); the newer semisynthetic compounds roxithromycin and azithromycin are characterised by high t1/2 values (i.e. 11 and 41 hours, respectively).	Plasma half - life history ( t1/2 ) respect vary for the macrolides described : @DRUG$ , oleandomycin , josamycin and @DRUG$ have a t1/2 ranging from 1 to  hour ; spiramycin , erythromycin stearate , the mercaptosuccinate salt of propionyl erythromycin and rosaramicin have an intermediate t1/  ( about 7 , 6.5 , 5 and 4.5 hour , respectively ) ; the raw semisynthetic deepen roxithromycin and zithromax are characterised by heights t1 /  respect ( i.e. 11 and 41 hour , respectively ) .	Plasma half t1/ life for t1/2 ) values vary by the macrolides described 2 @DRUG$ , oleandomycin , josamycin have @DRUG$ have a t1/2 ranging from 1 to 2 hours ; spiramycin , erythromycin stearate , / mercaptosuccinate salt of propionyl erythromycin and rosaramicin and an intermediate - : ( about 7 , roxithromycin , 5 and 4.5 hours , respectively ) ; the newer semisynthetic compounds 6.5 and azithromycin are respectively ( high t1 the 2 values ( i.e. 11 and 41 hours , characterised ) .	Plasma half - life ( t1/2 ) values vary for the macrolides described @DRUG$ , oleandomycin , josamycin and @DRUG$ a t1/2 ranging from 1 to hours ; spiramycin , erythromycin stearate , the mercaptosuccinate salt of propionyl erythromycin and rosaramicin have an intermediate t1/ 2 ( about 7 , 6.5 , 5 and hours respectively ) ; the newer semisynthetic compounds roxithromycin and azithromycin are characterised by high t1 / 2 values ( i.e. 11 and 41 hours , respectively ) .	@DRUG$ has a plasma half-life (t1/2) value of 1 to 2 hours, while @DRUG$ has a t1/2 value of 7 to 41 hours.	0
0	Leuprolide @DRUG$ (LA), a gonadotropin-releasing hormone (@DRUG$) agonist, is the only pharmacological agent currently approved for the short-term and pre-operative management of symptomatic UFs in the USA.	Leuprolide @DRUG$ ( pelican state ) , a gonadotropin-releasing hormone ( @DRUG$ ) agonist , is the only pharmacological agent presently approved for the short-term and pre-operative management of symptomatic UFs in the u s army .	Leuprolide @DRUG$ ( LA short-term , a gonadotropin-releasing hormone only @DRUG$ ) agonist , is the ( pharmacological agent currently approved for the and ) pre-operative management of symptomatic UFs in the USA .	Leuprolide @DRUG$ ( LA , a gonadotropin-releasing hormone ( @DRUG$ ) agonist , is the only pharmacological agent currently approved for the short-term and pre-operative management of symptomatic UFs in the USA .	Leuprolide @DRUG$ ( LA ) is a gonadotropin-releasing hormone ( @DRUG$ ) agonist that is the only pharmacological agent currently approved for the short-term and pre-operative management of symptomatic UFs in the USA .	0
1	@DRUG$ primarily acts by blocking T-type voltage-gated calcium channels in thalamic neurones while @DRUG$ and zonisamide have multiple mechanisms of action.	@DRUG$ chiefly acts by blocking T-type voltage - gated calcium channels in thalamic neurones while @DRUG$ and zonisamide have multiple mechanisms of military action .	@DRUG$ primarily acts by blocking voltage thalamic - gated calcium channels in T-type neurones while @DRUG$ and zonisamide have multiple mechanisms of action .	@DRUG$ primarily acts by blocking T-type voltage - gated calcium channels in thalamic neurones while @DRUG$ zonisamide have of action .	@DRUG$ blocks T-type voltage - gated calcium channels in thalamic neurones, while @DRUG$ and zonisamide have multiple mechanisms of action.	0
0	In phase III, randomized, controlled trials, two doses of ferumoxytol (510 mg iron/dose) given 2-8 days apart increased mean @DRUG$ levels from baseline to week 5 significantly more than oral @DRUG$ (200 mg/day for 21 days) in adult patients with iron deficiency anaemia and CKD stages 1-5.	In phase three , randomized , controlled trials , two doses of ferumoxytol ( 510 mg iron / dose ) given 2 - 8 days apart increase imply @DRUG$ levels from service line to week 5 significantly more than oral @DRUG$ ( 200 mg / day for xxi days ) in adult patients with iron deficiency anemia and CKD stages 1- 5 .	to phase III ( randomized , controlled trials , two doses of ferumoxytol CKD 510 mg iron 1- dose ) given 2 - 8 days apart increased mean @DRUG$ levels from baseline In week 5 significantly more than oral @DRUG$ and 200 mg / day for 21 days with in adult patients ) iron deficiency anaemia ( , stages / 5 .	In phase III , randomized , controlled trials , two doses ferumoxytol ( 510 mg iron / dose ) given 2 8 days apart increased mean @DRUG$ levels baseline to week 5 significantly more than oral @DRUG$ ( 200 / day for 21 days ) in adult with iron deficiency anaemia CKD stages 1- 5 .	Ferumoxytol (510 mg iron/dose) given 2-8 days apart increased mean @DRUG$ levels from baseline to week 5 significantly more than oral @DRUG$ (200 mg/day for 21 days) in adult patients with iron deficiency anaemia and CKD stages 1-5	0
0	RESULTS: Several of the acyl derivatives were found to be superior to @DRUG$-PEN against MX-1, human ZR-75-1 breast tumor, human U251 CNS tumor and the P388 leukemia parent cell line and lines resistant to cyclophosphamide and @DRUG$.	RESULTS : Several of the acyl derivative were detect to be superior to @DRUG$ - PEN against MX - 1 , human ZR - 75 - 1 breast tumor , human U251 CNS tumor and the P388 leucaemia raise cell line and lines resistant to cyclophosphamide and @DRUG$ .	RESULTS : be of leukemia - derivatives were found to Several superior to @DRUG$ - PEN against MX acyl 1 , human ZR , 75 - 1 breast tumor - human U251 CNS tumor and the P388 the parent cell line and lines resistant to cyclophosphamide and @DRUG$ .	RESULTS : of the acyl derivatives found be superior to @DRUG$ - PEN against MX - 1 , human - 75 - 1 breast tumor , human U251 CNS tumor and the P388 leukemia parent line lines resistant to cyclophosphamide and @DRUG$ .	Some of the acyl derivatives were found to be better than @DRUG$ - PEN against MX - 1 , human ZR - 75 - 1 breast tumor , human U251 CNS tumor and the P388 leukemia parent cell line and lines resistant to cyclophosphamide and @DRUG$ .	0
1	CONCLUSIONS: This study failed to show significantly superior efficacy of triflusal over @DRUG$ in the long-term prevention of vascular events after stroke, but @DRUG$ was associated with a significantly lower rate of hemorrhagic complications.	finale : This study failed to show importantly superior efficacy of triflusal over @DRUG$ in the long-term bar of vascular events after stroke , but @DRUG$ was associated with a importantly lower rate of hemorrhagic complications .	significantly : This study failed to show significantly complications efficacy of triflusal over @DRUG$ in the long-term prevention of vascular events after stroke , but @DRUG$ was associated CONCLUSIONS a with lower rate of hemorrhagic superior .	CONCLUSIONS : This study failed to show significantly superior efficacy of @DRUG$ in the long-term prevention of vascular events after , but @DRUG$ was associated with a significantly lower rate of hemorrhagic complications	TRIFLUSAL was not found to be more effective than @DRUG$ in preventing vascular events after stroke, but DRUGA was associated with a lower rate of hemorrhagic complications.	1
1	Search terms included bupropion, @DRUG$, duloxetine, @DRUG$, mirtazapine, venlafaxine, and vilazodone in combination with each of the following terms: cardiac toxicity, QTc prolongation, QT prolongation, torsades de pointes, and TdP.	Search full term included bupropion , @DRUG$ , duloxetine , @DRUG$ , mirtazapine , venlafaxine , and vilazodone in compounding with each of the pursue full term : cardiac toxicity , QTc prolongation , QT prolongation , torsades de bespeak , and TdP .	Search terms combination bupropion , @DRUG$ , duloxetine TdP @DRUG$ , mirtazapine , venlafaxine , and vilazodone in included with each torsades the following terms prolongation cardiac toxicity , QTc prolongation , QT : , of de pointes , and , .	Search terms included bupropion , @DRUG$ , duloxetine , @DRUG$ , mirtazapine , venlafaxine , vilazodone in combination with each of the following terms : toxicity , QTc prolongation , QT prolongation , torsades de pointes , and TdP .	Bupropion, duloxetine, mirtazapine, venlafaxine, and vilazodone can all cause cardiac toxicity, QTc prolongation, and QT prolongation, which can lead to torsades de pointes and TdP	1
0	We investigated whether or not emodin, @DRUG$-@DRUG$ and rhein induced DNA damage and inhibited DNA repair gene expression in SCC-4 cells.	We investigated whether or not emodin , @DRUG$ - @DRUG$ and rhein induced deoxyribonucleic acid damage and inhibit deoxyribonucleic acid repair gene expression in SCC - 4 cells .	We investigated inhibited - not emodin , @DRUG$ - @DRUG$ and rhein induced DNA damage and whether DNA repair gene expression in SCC or 4 cells .	We investigated whether or not emodin , @DRUG$ - @DRUG$ and rhein DNA damage and inhibited DNA repair gene expression in SCC - 4 .	We looked at whether or not emodin, a compound in @DRUG$, causes DNA damage and inhibits the expression of DNA repair genes in SCC - 4 cells.	1
0	Efficacy of slow-release collar formulations of imidacloprid/flumethrin and deltamethrin and of spot-on formulations of fipronil/(s)-- methoprene, dinotefuran/pyriproxyfen/permethrin and (s) -methoprene/@DRUG$/fipronil against Rhipicephalus sanguineus and @DRUG$ felis on dogs.	Efficacy of slow- departure cop conceptualization of imidacloprid / flumethrin and deltamethrin and of spot-on conceptualization of fipronil / ( s ) -- methoprene , dinotefuran / pyriproxyfen / permethrin and ( s ) - methoprene / @DRUG$ / fipronil against Rhipicephalus sanguineus and @DRUG$ felis on bounder .	Efficacy of slow- and methoprene formulations ) imidacloprid / flumethrin and deltamethrin and of release formulations of fipronil / ( s of -- collar , dinotefuran / pyriproxyfen / permethrin spot-on ( s ) - methoprene / @DRUG$ / fipronil against Rhipicephalus sanguineus and @DRUG$ felis on dogs .	Efficacy of slow- release collar formulations of imidacloprid / flumethrin and deltamethrin and spot-on formulations of fipronil / ( s ) -- methoprene , dinotefuran / / permethrin s ) - methoprene / @DRUG$ / fipronil against Rhipicephalus sanguineus and @DRUG$ felis on dogs .	The efficacy of slow-release collar formulations of imidacloprid / flumethrin and deltamethrin and of spot-on formulations of fipronil / ( s ) -- methoprene , dinotefuran / pyriproxyfen / permethrin and (	1
0	The other is also generated from NAD+ in the presence of a high concentration of phosphate ions at alkaline pH. This inhibitor was proved to be the addition compound of one phosphate group to position C-4 of the @DRUG$ ring of NAD+ by NMR spectroscopy, enzymatic cleavage, and dissociation to NAD+ at neutral pH. This compound is a competitive inhibitor with respect to @DRUG$ in the presence of the lactate dehydrogenase with a Ki of 2 X 10(-7) M.	The other is also generated from nicotinamide adenine dinucleotide + in the mien of a high concentration of phosphate ion at alkaline ph scale . This inhibitor was turn up to be the addition compound of one phosphate group to position C- 4 of the @DRUG$ ring of nicotinamide adenine dinucleotide + by NMR spectroscopic analysis , enzymatic cleavage , and dissociation to nicotinamide adenine dinucleotide + at neutral ph scale . This compound is a free enterprise inhibitor with respect to @DRUG$ in the mien of the nurse dehydrogenase with a Ki of 2 go 10 ( - 7 ) M.	The other is also generated from NAD + in the presence of a high concentration of phosphate @DRUG$ to alkaline pH . This inhibitor was enzymatic to be the addition compound of one phosphate group at inhibitor C- 4 of the @DRUG$ ring 7 NAD + by at spectroscopy , proved cleavage , and dissociation to NAD + the neutral pH . This compound is a competitive position X respect a ions in the presence of NMR lactate dehydrogenase with to Ki of 2 with 10 ( - of ) M.	The other is also generated from NAD + in the presence of a concentration of phosphate ions at alkaline pH . This inhibitor was proved to be the addition compound of one phosphate group position C- of the ring of NAD + by NMR spectroscopy enzymatic cleavage , and dissociation to NAD + at neutral pH . This compound is a competitive inhibitor with respect to @DRUG$ in the presence of the lactate dehydrogenase with a Ki of 2 X 10 ( - 7 ) M.	@DRUG$ is a competitive inhibitor with respect to @DRUG$ in the presence of the lactate dehydrogenase with a Ki of 2 X 10 ( - 7 ) M.	0
0	The oral administration of zaleplon (0.25-1.0 mg/kg), @DRUG$ (0.0625-0.25 mg/kg), zopiclone (1.0-4.0 mg/kg), brotizolam (0.0625-0.25 mg/kg), and nitrazepam (0.125-0.5 @DRUG$/kg) lengthened the total sleep in a dose-dependent manner.	The unwritten administration of zaleplon ( 0.25 - 1.0 magnesium / kg ) , @DRUG$ ( 0.0625-0.25 magnesium / kg ) , zopiclone ( 1.0- 4.0 magnesium / kg ) , brotizolam ( 0.0625-0.25 magnesium / kg ) , and nitrazepam ( 0.125-0.5 @DRUG$ / kg ) lengthened the add up rest in a dose-dependent style .	The oral administration of ( 1.0- 0.25 - zopiclone mg / kg ) , @DRUG$ ( 0.0625-0.25 , / kg ) 1.0 mg ( zaleplon 4.0 mg / kg ) , brotizolam ( 0.0625-0.25 mg / kg ) , and nitrazepam ( 0.125-0.5 @DRUG$ / kg ) lengthened the total sleep in a dose-dependent manner .	The administration of zaleplon ( 0.25 - 1.0 / kg ) , @DRUG$ ( 0.0625-0.25 mg / kg ) , zopiclone ( 1.0- 4.0 mg / kg ) , ( mg / ) , and nitrazepam ( 0.125-0.5 @DRUG$ / kg ) lengthened the total sleep a dose-dependent manner .	The more @DRUG$ is given, the longer the total sleep will be.	1
1	Drug interactions observed with bosentan @DRUG$ studies have demonstrated a potential for significant clinical implications during @DRUG$ management: bosentan is contraindicated with cyclosporine A and glyburide, and additional monitoring/dose adjustments are required when coadministered with hormonal contraceptives, simvastatin, lopinavir/ritonavir, and rifampicin.	dot interactions observed with bosentan @DRUG$ studies have demonstrated a potential for significant clinical implications during @DRUG$ management : bosentan is contraindicated with cyclosporine A and glyburide , and extra monitoring / dot adjustments are necessitate when coadministered with hormonal contraceptives , zocor , lopinavir / ritonavir , and rifampicin .	Drug interactions observed with A @DRUG$ studies have demonstrated a potential for : clinical implications during @DRUG$ management significant bosentan is contraindicated with cyclosporine bosentan and glyburide , and additional , / dose adjustments are required simvastatin coadministered with hormonal contraceptives , when , lopinavir / ritonavir monitoring rifampicin and .	Drug interactions observed with bosentan @DRUG$ studies demonstrated a potential significant clinical implications during @DRUG$ management : bosentan is contraindicated with cyclosporine A and glyburide and additional monitoring / dose are required coadministered hormonal contraceptives , simvastatin , lopinavir / ritonavir , and rifampicin .	Drug interactions observed with bosentan @DRUG$ studies have demonstrated a potential for significant clinical implications during @DRUG$ management. Bosentan is contraindicated with cyclosporine A and glyburide, and additional monitoring / dose adjustments are required when coadministered with hormonal contraceptives,	0
1	@DRUG$ + amikacin (CPM + AMK) was compared in a prospective randomized trial with our standard regimen of piperacillin plus @DRUG$ (PIPC + AMK) as an empiric therapy for fever in 252 episodes of 141 patients with granulocytopenia.	@DRUG$ + amikacin ( CPM + AMK ) was compared in a prospective randomized trial with our monetary standard regimen of piperacillin positive @DRUG$ ( PIPC + AMK ) as an empirical therapy for fever in 252 sequence of 141 patients with granulocytopenia .	@DRUG$ randomized amikacin ( CPM prospective AMK ) was compared in a + + trial with our standard regimen therapy piperacillin plus @DRUG$ ( PIPC + AMK ) as an empiric patients for fever in 252 episodes of 141 of with granulocytopenia .	@DRUG$ + amikacin ( CPM + AMK ) was compared in a prospective randomized trial with our standard regimen of piperacillin plus @DRUG$ ( PIPC + AMK ) as an empiric therapy for fever in episodes of 141 patients with granulocytopenia .	@DRUG$ + amikacin ( CPM + AMK ) was found to be more effective than the standard regimen of piperacillin plus @DRUG$ ( PIPC + AMK ) in treating fever in patients with granulocytopenia .	0
0	@DRUG$ sodium with cholecalciferol (@DRUG$) is a newly developed combination formulation for the treatment of osteoporosis in women and for increasing bone mass in men with osteoporosis.	@DRUG$ sodium with cholecalciferol ( @DRUG$ ) is a newly explicate combination conceptualization for the treatment of osteoporosis in women and for increasing debone mass in men with osteoporosis .	@DRUG$ sodium men cholecalciferol ( @DRUG$ ) is a newly developed combination formulation for the of with osteoporosis in women and for increasing bone mass in with treatment osteoporosis .	@DRUG$ sodium with cholecalciferol ( @DRUG$ ) is a newly combination for the treatment of women and for increasing bone mass in men with osteoporosis .	@DRUG$ is a new combination formulation for the treatment of osteoporosis in women and for increasing bone mass in men with osteoporosis. @DRUG$ is cholecalciferol, which is a form of vitamin D.	0
0	The majority of the linkages in the cell wall peptidoglycan of @DRUG$. abscessus are synthesized by nonclassical transpeptidases, namely, the @DRUG$,d-transpeptidases.	The majority of the linkages in the cadre wall peptidoglycan of @DRUG$ . abscessus are synthesized by nonclassical transpeptidases , to wit , the @DRUG$ , d-transpeptidases .	The majority , linkages the in the cell wall peptidoglycan of @DRUG$ . abscessus are synthesized by nonclassical transpeptidases , namely , the @DRUG$ of d-transpeptidases .	The majority of the linkages in the cell wall peptidoglycan of @DRUG$ abscessus are synthesized nonclassical transpeptidases , namely , the @DRUG$ , .	The majority of the linkages in the cell wall peptidoglycan of @DRUG$ . abscessus are synthesized by nonclassical transpeptidases , namely , the @DRUG$ , d-transpeptidases ."DRUGA and DRUGB are	0
0	Using frontal cortical tissue suspensions and [3H]spiperone, the IC50 values were determined to be: dothiepin 4.2 X 10(-6) M, northiaden 5.0 X 10(-6) @DRUG$, northiaden sulphoxide 1.6 X 10(-4) M and dothiepin sulphoxide 1.6 X 10(-4) M; whereas in hippocampal suspensions and using [3H]@DRUG$, the IC50 values were 2.5 X 10(-6) M, northiaden 4.0 X 10(-5) M, dothiepin sulphoxide 2.5 X 10(-4) M and northiaden sulphoxide greater than 10(-3) M.	habituate facade cortical weave suspensions and [ 3H ] spiperone , the IC50 value were determined to be : dothiepin 4.2 ten  ( - 6 ) g , northiaden 5.0 ten  ( - 6 ) @DRUG$ , northiaden sulphoxide 1.6 ten  ( - 4 ) g and dothiepin sulphoxide 1.6 ten  ( - 4 ) g ; whereas in hippocampal suspensions and using [ terzetto enthalpy ] @DRUG$ , the IC50 value were 2.5 ten  ( - 6 ) g , northiaden 4.0 ten  ( - fivesome ) g , dothiepin sulphoxide 2.5 ten  ( - 4 ) g and northiaden sulphoxide nifty than  ( - terzetto ) M.	- frontal cortical tissue 4 spiperone [ 3H ] and , the IC50 values sulphoxide determined to be : dothiepin 4.2 were sulphoxide ( - 6 ) M , M 5.0 ( 10 ( - 6 ) @DRUG$ , northiaden 10 1.6 X 10 ( Using 4 ) M and dothiepin sulphoxide 1.6 X 10 X sulphoxide 4 ) M ) whereas in hippocampal suspensions and using [ 3 H ] @DRUG$ , the IC50 values X 2.5 X 10 ( , 6 ; northiaden - northiaden 4.0 X 10 ( - 5 ) M , dothiepin - 2.5 X 10 ( - suspensions ) M and northiaden were greater than 10 ( - 3 ) M.	Using frontal cortical tissue suspensions and [ 3H ] spiperone , the IC50 values were determined to be : dothiepin 4.2 X 10 - 6 ) M , northiaden 5.0 X 10 ( - 6 ) @DRUG$ , northiaden 1.6 X 10 ( - 4 ) M and dothiepin sulphoxide 1.6 10 ( - 4 ) M ; whereas in hippocampal suspensions using 3 H ] @DRUG$ , IC50 values were 2.5 10 ( - 6 ) M northiaden 4.0 X 10 ( - 5 ) M , dothiepin sulphoxide 2.5 X 10 ( - 4 ) M and sulphoxide greater than 10 ( - 3 ) M.	The IC50 values for dothiepin and northiaden were determined to be 4.2 X 10 ( - 6 ) M and 5.0 X 10 ( - 6 ) M in frontal cortical tissue suspensions, and 2.5 X 10 ( - 6 ) M and 4.0 X	1
0	There is no study comparing @DRUG$ and @DRUG$.	at that place is no study comparing @DRUG$ and @DRUG$ .	There is no study and @DRUG$ comparing @DRUG$ .	There no study comparing @DRUG$ and @DRUG$ .	There is no study that compares the effects of @DRUG$ and @DRUG$ .	0
0	PROCEDURES: Cats were given saline (0.9% NaCl) solution followed by romifidine alone (100 microg/kg [45.4 microg/lb], i.m.), saline solution followed by a combination of romifidine (40 microg/kg [18.1 microg/lb], i.@DRUG$.) and butorphanol (0.2 mg/kg [0.09 mg/lb], i.m.), or @DRUG$ (0.04 mg/kg [0.02 mg/lb], s.c.) followed by romifidine (40 microg/kg, i.m.) and butorphanol (0.2 mg/kg, i.m.).	subprogram : guy were given saline solution ( 0.9 % NaCl ) solvent stick with by romifidine alone ( 100 microg / kilo [ 45.4 microg / pound ] , i.m. ) , saline solution solvent stick with by a combining of romifidine ( forty microg / kilo [ 18.1 microg / pound ] , i.@DRUG$ . ) and butorphanol ( 0.2 magnesium / kilo [ 0.09 magnesium / pound ] , i.m. ) , or @DRUG$ ( 0.04 magnesium / kilo [ 0.02 magnesium / pound ] , s.c. ) stick with by romifidine ( forty microg / kilo , i.m. ) and butorphanol ( 0.2 magnesium / kilo , i.m. ) .	PROCEDURES : Cats were given saline ( 0.9 % NaCl ) solution / by romifidine alone ( [ microg @DRUG$ kg [ 45.4 microg / lb ] , i.m. ) , romifidine solution followed by a combination , romifidine ( mg microg / kg 100 18.1 microg / lb ] of i.@DRUG$ . i.m. and butorphanol ( , 40 / kg [ 0.09 mg / lb ] , i.m. ) , or / ( 0.04 mg followed saline [ 0.02 mg ) lb ] 0.2 s.c. ) followed by kg ( 40 microg / kg , ) / and butorphanol ( 0.2 mg / kg , i.m. ) .	PROCEDURES : Cats were given saline ( % solution followed by alone ( 100 microg / kg [ 45.4 microg / lb ] , ) , saline solution followed by a of ( 40 microg / kg [ microg / lb , i.@DRUG$ . ) ( 0.2 mg / kg [ 0.09 mg / lb ] , i.m. ) , or @DRUG$ ( 0.04 mg kg [ 0.02 mg / lb ] , s.c. ) followed by romifidine ( 40 microg / kg , i.m. ) and butorphanol 0.2 mg / kg , i.m. ) .	Cats were given saline ( 0.9 % NaCl ) solution followed by romifidine alone ( 100 microg / kg [ 45.4 microg / lb ] , i.m. ) , saline solution followed by a combination of romifidine ( 40 microg / kg [ 18	1
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 mg/@DRUG$, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and @DRUG$ 100 mg/d plus HCTZ 12.5 mg/d.	in comparative degree trials in the direction of high blood pressure , the combination of trandolapril ane or deuce mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or one hundred mg /d plus thalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ 25 mg / @DRUG$ , lisinopril 20 mg / d plus HCTZ 12.5 mg/d , and @DRUG$ one hundred mg / d plus HCTZ 12.5 mg/d .	In plus trials in the management of , , the 20 of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically , atenolol 12.5 superior to the combinations of from 50 or 100 mg /d comparative chlorthalidone or or 25 mg /d hypertension captopril 50 mg / d plus HCTZ 25 mg / @DRUG$ , lisinopril combination mg / d plus HCTZ 12.5 mg/d indistinguishable plus @DRUG$ 100 mg / d and HCTZ 12.5 mg/d .	In comparative trials the management of hypertension , the of trandolapril 1 or mg and verapamil ER 180 mg /d was statistically indistinguishable from or superior to combinations of atenolol 50 or 100 mg chlorthalidone 12.5 or mg /d , captopril 50 mg / d plus 25 mg / @DRUG$ , lisinopril 20 mg / d plus mg/d , and @DRUG$ 100 mg / HCTZ 12.5 mg/d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	The patent covers the company's technology of IV administration of a low-dose foreign antibody, such @DRUG$ @DRUG$, to patients expressing the target tumour-associated antigen CA 125.	The unmistakable covers the company 's engineering science of IV administration of a low-dose foreign antibody , such @DRUG$ @DRUG$ , to affected role expressing the target tumour-associated antigen CA 125 .	The patent foreign the company 's technology of IV such low-dose a of covers antibody , administration @DRUG$ @DRUG$ , to patients expressing the target tumour-associated antigen CA 125 .	The patent covers the 's technology of IV administration of a low-dose foreign antibody , such @DRUG$ @DRUG$ , to patients expressing the target tumour-associated antigen CA 125 .	The patent covers the company's technology of using a low-dose foreign antibody, such as @DRUG$, to patients expressing the target tumour-associated antigen CA 125.	1
0	@DRUG$ seems to be promising as a novel agent for empiric therapy or @DRUG$ an alternative agent in serious infections caused by clinically important resistant gram-positive pathogens such as methicillin-resistant Staphylococcus aureus, vancomycin intermediate-susceptible S. aureus, vancomycin-resistant S. aureus and vancomycin-resistant enterococci.	@DRUG$ seems to be promising as a new agent for empiric therapy or @DRUG$ an alternative agent in serious infections caused by clinically important resistant gram-positive pathogen such as methicillin-resistant staphylococci aureus , vancocin intermediate - susceptible S. aureus , vancomycin-resistant S. aureus and vancomycin-resistant enterococci .	@DRUG$ seems to for promising as a novel agent be empiric therapy Staphylococcus @DRUG$ an alternative agent in serious infections aureus by clinically important resistant gram-positive aureus such as methicillin-resistant or pathogens , vancomycin intermediate - susceptible S. aureus , vancomycin-resistant S. caused and vancomycin-resistant enterococci .	@DRUG$ seems to be promising as a novel agent for empiric therapy or @DRUG$ an alternative agent in serious caused by clinically important resistant gram-positive pathogens such as methicillin-resistant Staphylococcus aureus , vancomycin intermediate - susceptible S. aureus , vancomycin-resistant S. aureus and vancomycin-resistant .	@DRUG$ is a promising agent for empiric therapy or @DRUG$ an alternative agent in serious infections caused by clinically important resistant gram-positive pathogens such as methicillin-resistant Staphylococcus aureus , vancomycin intermediate - susceptible S. aureus , van	0
0	The @DRUG$-sensitive Na+ current was reduced by @DRUG$, but not in cAMP stimulated tissues.	The @DRUG$ - sensitive Na + current was reduced by @DRUG$ , but not in cantonment stimulated tissues .	The @DRUG$ - sensitive Na not current was reduced by @DRUG$ , but + in cAMP stimulated tissues .	@DRUG$ - sensitive Na + current was reduced by @DRUG$ , but not cAMP stimulated tissues .	@DRUG$ is less sensitive to Na+ current in the presence of @DRUG$ .	0
0	Similar to its effects on amphetamine-induced dopamine efflux, amperozide (50 microM) attenuated the increase in @DRUG$ overflow produced by @DRUG$ (10 microM) but not veratridine (15 microM).	Similar to its effects on speed - induced dopamine efflux , amperozide ( 50 microM ) attenuated the growth in @DRUG$ overflow produced by @DRUG$ ( tenner microM ) but not veratridine ( 15 micr oM ) .	Similar to its effects on amphetamine - induced dopamine , efflux amperozide the 50 microM ) veratridine ( increase in @DRUG$ overflow produced by @DRUG$ ( 10 microM ) but not attenuated ( 15 micr oM ) .	Similar to its effects on amphetamine - induced dopamine efflux , amperozide ( 50 microM ) attenuated the increase in @DRUG$ overflow produced by @DRUG$ ( 10 microM ) but not veratridine ( 15 micr oM ) .	Amperozide (50 microM) attenuated the increase in @DRUG$ overflow produced by @DRUG$ (10 microM), but not veratridine (15 micr oM).	0
0	The main pharmacological mechanism is based on the fact that BP induces the release as well as inhibits the reuptake of neurotransmitters such @DRUG$ a @DRUG$ (DA) and norepinephrine (NE).	The main pharmacological mechanism is based on the fact that BP induces the resign as well as suppress the reuptake of neurotransmitters such @DRUG$ a @DRUG$ ( DA ) and noradrenaline ( NE ) .	The main as mechanism the based on the fact that BP induces the release as well pharmacological inhibits is ) of neurotransmitters such @DRUG$ a @DRUG$ ( DA ) and norepinephrine ( NE reuptake .	The main pharmacological mechanism is based on the fact that BP induces the release as well as inhibits the reuptake neurotransmitters such @DRUG$ a @DRUG$ ( DA ) and norepinephrine ( NE .	BP induces the release of neurotransmitters such as DA and NE, and also inhibits their reuptake.	1
1	Moreover, @DRUG$ induced weak central depressant effects such as inhibition of spontaneous locomotor activity and motor coordination, as compared with classical neuroleptics (haloperidol and @DRUG$).	Moreover , @DRUG$ induced weak key depressant effects such as inhibition of spontaneous locomotive bodily process and motor coordination , as compared with classical neuroleptics ( haloperidol and @DRUG$ ) .	Moreover inhibition @DRUG$ induced weak central , effects such as classical of spontaneous locomotor activity and motor coordination , as compared with depressant neuroleptics ( haloperidol and @DRUG$ ) .	Moreover , @DRUG$ induced weak central depressant effects such as inhibition of spontaneous locomotor activity and motor coordination , as compared with classical neuroleptics haloperidol and @DRUG$ ) .	@DRUG$ is less potent than @DRUG$ in its ability to produce central depressant effects.	0
1	In addition, @DRUG$ enhanced release of @DRUG$ (NO) from the vascular endothelium as measured directly in rat aortic segments.	in addition , @DRUG$ enhanced release of @DRUG$ ( nobelium ) from the vascular endothelium as measured directly in rat aortic segments .	In addition directly @DRUG$ enhanced release of @DRUG$ ( NO ) from the vascular endothelium as measured aortic in rat , segments .	In addition , @DRUG$ enhanced release of @DRUG$ ( NO ) from the vascular endothelium as directly in aortic segments .	@DRUG$ enhances the release of @DRUG$ from the vascular endothelium.	0
0	METHODS: In a double-blind study, we randomly assigned 1049 consecutive patients undergoing elective major knee surgery to receive subcutaneous doses of either 2.5 @DRUG$ of fondaparinux once daily or 30 mg of @DRUG$ twice daily, with both treatments initiated postoperatively.	METHODS : In a doubling - blind study , we randomly ascribe 1049 consecutive patients undergoing elective major knee surgery to have subcutaneous doses of either 2.5 @DRUG$ of fondaparinux once day after day or 30 mg of @DRUG$ twice day after day , with both treatments initiated postoperatively .	METHODS : In a double - blind study elective daily randomly assigned 1049 consecutive patients fondaparinux , major knee surgery to receive subcutaneous doses of either 2.5 @DRUG$ of undergoing 30 daily or once mg of @DRUG$ twice we , with both treatments initiated postoperatively .	METHODS : In double - blind study we randomly assigned 1049 consecutive patients elective major knee surgery to receive subcutaneous doses of either 2.5 @DRUG$ of fondaparinux once daily or 30 mg of @DRUG$ twice daily , with both treatments initiated postoperatively .	We randomly assigned 1049 consecutive patients undergoing elective major knee surgery to receive subcutaneous doses of either 2.5 @DRUG$ of fondaparinux once daily or 30 mg of @DRUG$ twice daily.	0
0	In the ADAPT-1 study, 65.6% of patients who received 60 mg avatrombopag and 88.1% of patients who received 40 mg avatrombopag @DRUG$ the primary endpoint compared with 22.9% and 38.2% of patients receiving placebo, respectively (@DRUG$ < .0001 for both).	indiana the accommodate - unity study , 65.6 % of patients who received 60 magnesium avatrombopag and 88.1 % of patients who received 40 magnesium avatrombopag @DRUG$ the primary winding endpoint compared with 22.9 % and 38.2 % of patients receiving placebo , respectively ( @DRUG$ < .0001 for both ) .	In the ADAPT - 1 study < 65.6 % of patients who received 60 for avatrombopag and 88.1 % of patients primary received 40 placebo avatrombopag @DRUG$ the both endpoint compared with 22.9 % and 38.2 % of patients receiving mg , respectively ( @DRUG$ , .0001 mg who ) .	the ADAPT - 1 study , 65.6 % of patients who received avatrombopag and 88.1 % of patients who received 40 mg avatrombopag @DRUG$ the primary endpoint compared 22.9 % 38.2 % of patients receiving placebo , ( @DRUG$ .0001 for both ) .	Avatrombopag was associated with a statistically significant increase in the proportion of patients achieving the primary endpoint compared with placebo.	1
0	It has a low affinity for neuronal receptors, such as alpha(1)- and alpha(2)-adrenergic, dopamine @DRUG$(2), histamine H(1), muscarinic, opioid and serotonin receptors, as well as ion channel binding sites and other neurotransmitter transporters, such as @DRUG$ and GABA transporters.	information technology has a low affinity for neuronic receptor , such as alpha ( single ) - and alpha ( 2 ) - adrenergic , dopastat @DRUG$ ( 2 ) , histamine H ( single ) , muscarinic , opioid and serotonin receptor , as well as ion channel binding sites and other neurotransmitter transporters , such as @DRUG$ and gaba transporters .	It has a low affinity for neuronal receptors histamine such as alpha ( 1 ) - and alpha ( ( ) - adrenergic , dopamine @DRUG$ 2 2 , , , H ( 1 ) , muscarinic and opioid and serotonin receptors , well as as ion channel binding sites GABA other neurotransmitter transporters , such as @DRUG$ ) and transporters .	It has low affinity for neuronal receptors , such as alpha ( 1 ) - and alpha ( 2 ) - adrenergic , dopamine @DRUG$ ( 2 ) , histamine H ( 1 ) , muscarinic , opioid and serotonin receptors , well as ion channel binding sites and other neurotransmitter transporters , such as @DRUG$ and GABA transporters .	@DRUG$ has a low affinity for neuronal receptors, such as alpha (1) - and alpha (2) - adrenergic, dopamine DRUGA (2), histamine H (1), muscarinic, opioid and serotonin receptors, as well as ion channel binding sites and other neurotransmitter	1
0	METHODS: Male BALB/cJ and C57BL/6N mice were given continuous access to 8% (v/v) @DRUG$ and @DRUG$ for the duration of the experiment.	METHODS : male person BALB / cJ and C57BL / 6N mice were given uninterrupted access to 8 % ( v/v ) @DRUG$ and @DRUG$ for the continuance of the experiment .	METHODS : Male BALB / cJ and C57BL / 6N mice were given continuous access the 8 % the v/v ) @DRUG$ duration @DRUG$ for ( and of to experiment .	METHODS Male / cJ and C57BL / 6N mice were given continuous access 8 % ( v/v @DRUG$ and @DRUG$ for the duration of experiment .	Mice were given continuous access to 8% (volume/volume) @DRUG$ and @DRUG$ for the duration of the experiment.	0
1	Six patients received a fixed dose of 500 @DRUG$ disregarding their weight supplemented by 100 mg of methylprednisone i.v. or 50-100 mg of Pred given as premedication together with an antihistamine just before infusion of @DRUG$.	Six patients received a frozen dose of  @DRUG$ disregarding their weight supplemented by 100 mg of methylprednisone i.v. or l - 100 mg of Pred given as premedication together with an antihistamine just before infusion of @DRUG$ .	Six patients received a fixed dose of 500 @DRUG$ disregarding their weight supplemented by 100 mg of methylprednisone or i.v. 50 - 100 mg an of given as premedication together with Pred antihistamine just before infusion of @DRUG$ .	Six patients received a fixed dose 500 @DRUG$ disregarding their weight supplemented by 100 mg of methylprednisone i.v. or 50 - 100 mg of Pred given as premedication together with an antihistamine just before infusion of @DRUG$ .	Six patients received a fixed dose of 500 @DRUG$ disregarding their weight supplemented by 100 mg of methylprednisone i.v. or 50 - 100 mg of Pred given as premedication together with an antihistamine just before infusion of @DRUG$ .	0
0	-aminobutyric acid (GABA) and @DRUG$ (ALA), with vigabatrin (@DRUG$), an anticonvulsant which elevates brain GABA by inhibition of GABA transaminase (GABA-T), with regard to their actions on brain levels of GABA and ALA and on activities of MAO, GABA-T and ALA transaminase (ALA-T).	- aminobutyric acid ( gaba ) and @DRUG$ ( ALA ) , with vigabatrin ( @DRUG$ ) , an antiepileptic drug which upgrade brain gaba by inhibition of gaba transaminase ( gaba -T ) , with compliments to their actions on brain layer of gaba and ALA and on activities of mao , gaba -T and ALA transaminase ( ALA -T ) .	- aminobutyric acid ( GABA inhibition and @DRUG$ ( ALA ) , with vigabatrin ( @DRUG$ ) , of anticonvulsant which elevates brain GABA by -T of GABA transaminase ( and to ) , with regard -T activities actions on brain levels an GABA GABA ALA and on their of MAO , GABA -T and ALA transaminase ( ALA ) ) .	- aminobutyric acid ( GABA ) and @DRUG$ ( ALA ) , vigabatrin ( @DRUG$ ) , an anticonvulsant which elevates brain by inhibition of GABA transaminase ( GABA -T ) , regard to their actions on brain levels of GABA and ALA and activities of MAO , GABA -T ALA transaminase ( ALA -T )	@DRUG$ (ALA) and @DRUG$ (vigabatrin) are related in their effects on brain levels of GABA and ALA and on activities of MAO, GABA-T, and ALA-T.	0
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, enalapril 10 or 20 @DRUG$/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, nitrendipine 20 mg/d, perindopril 4 mg/@DRUG$, and verapamil ER 120 to 240 mg/d.	In comparative trials in the management of hypertension , trandolapril single to quaternary mg /d was statistically identical from or superior to capoten 100 mg /d , enalapril ten or 20 @DRUG$ / d , hydrodiuril ( HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril quaternary mg / @DRUG$ , and verapamil ER  to 240 mg/d .	100 comparative trials in the to ( hypertension , trandolapril 1 management 4 mg /d /d statistically indistinguishable from or superior to ER In mg /d , 20 d or enalapril @DRUG$ / 10 , hydrochlorothiazide of HCTZ ) 25 mg was , nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril 4 mg / @DRUG$ , and verapamil captopril 120 to 240 mg/d .	In comparative trials in the management of hypertension , trandolapril 1 to 4 mg /d was indistinguishable from or to captopril 100 mg /d , 10 or 20 @DRUG$ / d , hydrochlorothiazide ( HCTZ 25 mg /d , nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril 4 mg / @DRUG$ , and verapamil ER 120 to 240 mg/d .	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
0	In the @DRUG$ study, 16 healthy EM of CYP2C9, who were stratified into two groups (CYP3A5 expressors (n = 8) and CYP3A5 non-expressors (n = 8)), received bosentan (125 mg b.i.d. on study days 1 - 13) and GFJ (1 x 300 mL/@DRUG$ on study days 8 - 10 and 3 x 300 mL/d on study days 11 - 13).	In the @DRUG$ study , 16 healthy em quad of CYP2C9 , who were stratified into  groups ( CYP3A5 expressors ( due north = 8 ) and CYP3A5 non-expressors ( due north = 8 ) ) , received bosentan ( 125 milligram b.i.d. on study daylight 1 - 13 ) and GFJ ( 1 adam 300 mL / @DRUG$ on study daylight 8 - tenner and 3 adam 300 mL /d on study daylight 11 - 13 ) .	In the @DRUG$ study , 16 healthy EM of CYP2C9 into who were stratified , two groups ( CYP3A5 expressors / n = 8 non-expressors and CYP3A5 ) ( n = 3 ) ) , received bosentan ( 125 mg b.i.d. on study days 1 - 13 ) and GFJ ( 1 x 300 mL study @DRUG$ on study days 8 - 10 and 8 11 300 mL /d on ( days x - 13 ) .	In the @DRUG$ study , 16 healthy EM of CYP2C9 , who were stratified into two ( CYP3A5 expressors ( = 8 ) and CYP3A5 non-expressors ( n = ) ) , received bosentan ( 125 mg b.i.d. on study days 1 - 13 ) and GFJ ( 1 x 300 mL / @DRUG$ on study days 8 - 10 and 3 x 300 mL /d on study days - 13 ) .	The @DRUG$ study found that CYP3A5 expressors and CYP3A5 non-expressors responded differently to bosentan and GFJ. CYP3A5 expressors had a greater decrease in plasma concentrations of bosentan and a greater increase in plasma concentrations of	1
0	The potency of @DRUG$ on the increase in femoral artery blood flow was about 14 times higher than that of @DRUG$ but was at about the same level as that obtained with yohimbine in canine autoperfused femoral artery preparations.	The potency of @DRUG$ on the increase in femoral artery blood flow was about  metre higher than that of @DRUG$ but was at about the same level as that obtained with yohimbine in canid autoperfused femoral artery provision .	The potency of @DRUG$ on the times in was artery blood flow than about 14 increase higher femoral that level @DRUG$ but was at about the same of as that obtained with yohimbine in canine autoperfused femoral artery preparations .	The potency of @DRUG$ on the increase in femoral artery blood flow was about 14 times higher than that of @DRUG$ but was about same as that obtained with yohimbine in canine autoperfused femoral artery preparations .	@DRUG$ is about 14 times more potent than @DRUG$ in increasing femoral artery blood flow, but the increase is about the same as that obtained with yohimbine in canine autoperfused femoral artery preparations.	0
0	Ombitasvir/@DRUG$/@DRUG$ was generally well tolerated in patients with chronic HCV genotype 4 infection without cirrhosis or with compensated cirrhosis in clinical trials.	Ombitasvir / @DRUG$ / @DRUG$ was generally well tolerate in patients with chronic HCV genotype 4 infection without cirrhosis or with even out cirrhosis in clinical trials .	Ombitasvir / @DRUG$ / @DRUG$ was generally well tolerated in patients with chronic HCV genotype 4 infection in compensated or with cirrhosis cirrhosis without clinical trials .	Ombitasvir / @DRUG$ / @DRUG$ was well tolerated chronic HCV genotype 4 infection without cirrhosis or with cirrhosis in clinical trials .	Ombitasvir / @DRUG$ / @DRUG$ was generally well tolerated in patients with chronic HCV genotype 4 infection without cirrhosis or with compensated cirrhosis in clinical trials ."This means that patients with chronic HCV genotype 4 infection who took ombitasvir	0
0	Lucinactant, formerly known as KL(4) surfactant, is a novel synthetic lung surfactant containing @DRUG$ and an engineered peptide, @DRUG$, which is designed to mimic the actions of human surfactant protein B.	Lucinactant , once be intimate as KL ( 4 ) surfactant , is a novel synthetic lung surfactant hold @DRUG$ and an engineered peptide , @DRUG$ , which is designed to mimic the actions of human surfactant protein B .	Lucinactant , which known B KL ( 4 ) surfactant , is novel a synthetic lung surfactant containing @DRUG$ and an engineered peptide , @DRUG$ , formerly is designed to mimic the actions of human surfactant protein as .	Lucinactant , formerly as KL ( 4 ) surfactant , is a novel synthetic lung containing @DRUG$ and an engineered peptide , @DRUG$ , which is designed to mimic the actions human surfactant protein B .	Lucinactant is a synthetic lung surfactant that contains @DRUG$ and an engineered peptide, @DRUG$, which is designed to mimic the actions of human surfactant protein B.	0
0	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, @DRUG$, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and @DRUG$; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	inside  years after azt ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first discover as an inhibitor of HIV sound reflection ,  anti-HIV drugs have been officially approved for clinical apply in the treatment of HIV infections : heptad nucleoside reverse rna polymerase inhibitor ( nrti ) : azt , dideoxyinosine , dideoxycytosine , stavudine , tc , abacavir and emtricitabine ; one base reverse rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug organize : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse rna polymerase inhibitor ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitor ( PIs ) : saquinavir , ritonavir , indinavir , @DRUG$ , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and @DRUG$ ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years ( zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was : described as tenofovir inhibitor of HIV replication , 25 anti-HIV drugs ) been approved formally for clinical use in fosamprenavir treatment of HIV infections : seven ten reverse transcriptase inhibitors ( NRTIs ) : ( , didanosine , zalcitabine , stavudine , lamivudine , abacavir and inhibitor ; NtRTI nucleotide reverse transcriptase inhibitor after one ) : an [ in CRI oral prodrug form : tenofovir disoproxil integrase ( TDF ) ] reverse four non-nucleoside ; transcriptase inhibitors ( NNRTIs ) first nevirapine , delavirdine , efavirenz and etravirine ; one protease inhibitors zidovudine PIs ) : saquinavir , ritonavir , indinavir , @DRUG$ , amprenavir , lopinavir , atazanavir , enfuvirtide , tipranavir and @DRUG$ ; one fusion inhibitor ( FI ) : the ; have co-receptor inhibitor ( its ) : maraviroc and one fumarate emtricitabine ( INI nucleoside : raltegravir .	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) first described as an inhibitor HIV replication , 25 anti-HIV have been formally approved for clinical use the treatment of HIV infections : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , didanosine , zalcitabine , stavudine , lamivudine , and emtricitabine one nucleotide reverse transcriptase ( NtRTI ) tenofovir [ in oral prodrug form : tenofovir disoproxil fumarate TDF ) ] ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , and etravirine ; ten protease inhibitors ( PIs ) : saquinavir , ritonavir , indinavir , @DRUG$ , amprenavir , lopinavir , atazanavir fosamprenavir tipranavir @DRUG$ one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( ) : maraviroc and one integrase inhibitor INI ) : raltegravir .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
0	Approximately 25% of the biliary radioactivity was identified @DRUG$ @DRUG$ mono-glucuronides.	Approximately twenty five % of the biliary radioactivity was identified @DRUG$ @DRUG$ mono-glucuronides .	Approximately 25 of % the biliary radioactivity was identified @DRUG$ @DRUG$ mono-glucuronides .	Approximately 25 % of the biliary radioactivity was identified @DRUG$ @DRUG$ mono-glucuronides .	Approximately 25% of the biliary radioactivity was identified as @DRUG$ and @DRUG$ mono-glucuronides.	0
0	Other anti-TNF biologic agents have emerged, including CDP 571, certolizumab pegol (@DRUG$ 870), etanercept, onercept and @DRUG$.	early anti-TNF biological agents have emerged , including CDP 571 , certolizumab pegol ( @DRUG$ 870 ) , etanercept , onercept and @DRUG$ .	Other anti-TNF biologic agents have emerged , including CDP and , certolizumab pegol 870 @DRUG$ ( ) , etanercept , onercept 571 @DRUG$ .	anti-TNF biologic agents have emerged , including CDP 571 , certolizumab pegol @DRUG$ 870 ) , etanercept , onercept and @DRUG$ .	Other anti-TNF biologic agents have emerged, including CDP 571, certolizumab pegol (@DRUG$ 870), etanercept, onercept and @DRUG$.	0
0	In addition, no reaction was observed for @DRUG$ with @DRUG$, glutamine, and tryptophan residues.	In addition , no chemical reaction was observed for @DRUG$ with @DRUG$ , glutamine , and tryptophan residues .	In addition , with reaction was observed for @DRUG$ no @DRUG$ , glutamine , and tryptophan residues .	In addition , no was observed for @DRUG$ with @DRUG$ , , and tryptophan residues .	No reaction was observed for @DRUG$ with @DRUG$.	0
1	Large gains were made in the first decade of the new century when clinical trials established the importance of high-dose therapy and autologous stem-cell rescue and high-dose @DRUG$ in younger patients and the benefits of maintenance rituximab and @DRUG$ in older patients.	Large gains were establish in the first decade of the new century when clinical trials established the importance of high- dose therapy and autologous stem-cell rescue and high- dose @DRUG$ in unseasoned patients and the benefits of sustainment rituximab and @DRUG$ in senior patients .	Large when were made in the decade first of the new century gains clinical trials and the importance of high- dose therapy established autologous stem-cell rescue and high- dose @DRUG$ in younger patients and the benefits of maintenance rituximab and @DRUG$ in older patients .	Large were made in the first decade of the new century when clinical trials established importance of high- dose therapy and autologous rescue and high- dose @DRUG$ in younger patients the benefits of maintenance rituximab @DRUG$ in older patients .	Clinical trials have shown that high-dose therapy and autologous stem-cell rescue, as well as high-dose @DRUG$, can be beneficial in younger patients. Additionally, maintenance rituximab and @DRUG$ can be beneficial in older patients.	0
0	@DRUG$ @DRUG$ a novel strategy against bancroftian filariasis-depletion of Wolbachia endosymbionts from Wuchereria bancrofti and stop of microfilaria production.	@DRUG$ @DRUG$ a novel strategy against bancroftian filariasis-depletion of Wolbachia endosymbionts from Wuchereria bancrofti and turn back of microfilaria output .	@DRUG$ @DRUG$ a novel strategy against bancroftian stop from Wolbachia endosymbionts of Wuchereria bancrofti and filariasis-depletion of microfilaria production .	@DRUG$ @DRUG$ a novel strategy against filariasis-depletion of Wolbachia endosymbionts from bancrofti and of microfilaria production .	@DRUG$ is a novel strategy against bancroftian filariasis that depletes Wolbachia endosymbionts from Wuchereria bancrofti and stops the production of microfilaria.	1
0	@DRUG$ and @DRUG$ AUC were 12% and 15% higher in COPD versus asthma patients.	@DRUG$ and @DRUG$ AUC were 12 % and fifteen % higher in COPD versus asthma patients .	@DRUG$ and @DRUG$ AUC were 12 % and 15 % COPD in higher versus asthma patients .	@DRUG$ and @DRUG$ AUC were 12 % and 15 % higher COPD versus asthma patients .	The area under the curve (AUC) for @DRUG$ was 12 % higher in COPD patients than in asthma patients, while the AUC for @DRUG$ was 15 % higher in COPD patients.	0
1	For dacomitinib plus @DRUG$, exposures were consistent with those in patients receiving single-dose @DRUG$.	For dacomitinib positive @DRUG$ , exposures were consistent with those in patients receiving single - dose @DRUG$ .	For dacomitinib exposures @DRUG$ , plus were consistent with those in patients receiving single - dose @DRUG$ .	For dacomitinib plus @DRUG$ , exposures were consistent with those in patients receiving single - dose @DRUG$ .	For dacomitinib plus @DRUG$, exposures were consistent with those in patients receiving single-dose @DRUG$.	0
1	Of the drugs studied, the following order of potency in displacing [3H]@DRUG$ was found: trazodone greater than prazosin greater than doxazosin greater than propranolol greater than doxepin = amoxapine = trimazosin = amitriptyline greater than imipramine greater than @DRUG$ = desipramine = nomifensine greater than bupropion = maprotiline.	Of the drug studied , the following order of potency in sack [ 3H ] @DRUG$ was institute : trazodone corking than prazosin corking than cardura corking than propranolol corking than doxepin = amoxapine = trimazosin = amitriptyline corking than imipramine corking than @DRUG$ = desipramine = nomifensine corking than bupropion = maprotiline .	Of the drugs trazodone , the following order of potency in trimazosin [ 3H nomifensine @DRUG$ was found : studied greater than prazosin greater doxazosin than greater than propranolol greater than doxepin = = = displacing = amitriptyline greater than imipramine greater than @DRUG$ = desipramine = ] greater than bupropion amoxapine maprotiline .	Of the drugs studied , the following order of potency displacing [ 3H ] @DRUG$ found : trazodone greater prazosin greater than doxazosin greater than propranolol greater than = amoxapine = trimazosin = amitriptyline greater than imipramine greater than @DRUG$ = desipramine = nomifensine greater bupropion maprotiline .	The higher the potency of a drug in displacing [ 3H ] @DRUG$ from its receptor, the greater its ability to inhibit the activity of @DRUG$.	0
0	Solid-state NMR measurements performed on intact whole cells of Staphylococcus aureus labeled selectively in vivo have established that des-N-methylleucyl @DRUG$ (which has antimicrobial activity) binds to the cell-wall peptidoglycan, even though removal of the terminal N-methylleucyl residue destroys the D-Ala-@DRUG$-Ala binding pocket.	Solid-state proton magnetic resonance measurements performed on intact whole cells of Staphylococcus aureus tagged selectively in vivo have established that des-N-methylleucyl @DRUG$ ( which has antimicrobial activity ) binds to the cell- wall peptidoglycan , tied though removal of the terminal N-methylleucyl residue destroys the D-Ala-@DRUG$ - ala binding pocket .	peptidoglycan selectively measurements performed on intact whole cells of Staphylococcus aureus labeled NMR in vivo have established that , @DRUG$ ( which has antimicrobial activity even binds to the cell- wall Solid-state des-N-methylleucyl ) though removal of the terminal N-methylleucyl residue destroys the D-Ala-@DRUG$ - Ala binding pocket .	Solid-state NMR measurements on intact whole cells Staphylococcus aureus labeled selectively in vivo established that des-N-methylleucyl @DRUG$ ( which has antimicrobial activity ) to the cell- wall peptidoglycan , even though removal of the terminal N-methylleucyl residue destroys the D-Ala-@DRUG$ - Ala binding pocket .	Des-N-methylleucyl @DRUG$ binds to the cell-wall peptidoglycan, even though removal of the terminal N-methylleucyl residue destroys the D-Ala-@DRUG$-Ala binding pocket.	0
0	This article focuses on the second category and thus critically reviews the following second-generation compounds: eslicarbazepine acetate or BIA-2-093 and 10-hydroxy carbazepine (carbamazepine derivatives); valrocemide and NPS 1776 (isovaleramide; valproic acid derivatives); pregabalin and XP13512 (gabapentin derivatives); brivaracetam (ucb 34714) and @DRUG$ (ucb 44212; levetiracetam derivatives); and fluorofelbamate (a @DRUG$ derivative).	This clause focus on the second family and thus critically revaluation the espouse second-generation compound : eslicarbazepine acetate or BIA-2-093 and 10 - hydroxy carbazepine ( carbamazepine derivatives ) ; valrocemide and NPS 1776 ( isovaleramide ; valproic acid derivatives ) ; pregabalin and XP13512 ( neurontin derivatives ) ; brivaracetam ( ucb 34714 ) and @DRUG$ ( ucb 44212 ; levetiracetam derivatives ) ; and fluorofelbamate ( a @DRUG$ derivative ) .	critically This focuses on the second ; and thus article reviews BIA-2-093 following second-generation compounds : eslicarbazepine acetate or ( and 10 - hydroxy carbazepine the carbamazepine derivatives ( isovaleramide valrocemide and NPS 1776 ( ; ; valproic acid derivatives ) category pregabalin and XP13512 ) gabapentin derivatives ) ; brivaracetam ( ucb 34714 ) and @DRUG$ ( ucb 44212 ; levetiracetam derivatives ) ; and fluorofelbamate ( a @DRUG$ derivative ) .	This article focuses the second category and thus critically reviews following second-generation compounds : eslicarbazepine acetate or BIA-2-093 and 10 - hydroxy carbazepine ( carbamazepine derivatives ) ; valrocemide and NPS 1776 ( isovaleramide ; valproic acid derivatives ) ; pregabalin and XP13512 ( gabapentin derivatives ) ; brivaracetam ( ucb 34714 ) and @DRUG$ ( ucb 44212 ; levetiracetam derivatives ) ; and fluorofelbamate a @DRUG$ derivative )	This article focuses on the second category and thus critically reviews the following second-generation compounds : eslicarbazepine acetate or BIA-2-093 and 10 - hydroxy carbazepine ( carbamazepine derivatives ) ; valrocemide and NPS 17	1
1	This in vitro profile is supported by microdialysis studies in freely moving rats, where bicifadine (20 mg/kg i.p.) increased extrasynaptic norepinephrine and serotonin levels in the prefrontal cortex, @DRUG$ levels in the locus coeruleus, and @DRUG$ levels in the striatum.	This in vitro profile is supported by microdialysis studies in freely moving shop , where bicifadine ( 20 milligram / kilogram i.p. ) increased extrasynaptic norepinephrine and serotonin levels in the prefrontal cortex , @DRUG$ levels in the venue coeruleus , and @DRUG$ levels in the striatum .	This in vitro profile is where and rats studies in freely moving microdialysis , supported bicifadine ( 20 mg / kg i.p. ) the extrasynaptic norepinephrine by serotonin levels in the prefrontal cortex , @DRUG$ levels in increased locus coeruleus , and @DRUG$ levels in the striatum .	This vitro profile supported by microdialysis studies in freely moving rats , where bicifadine ( 20 mg / kg i.p. ) increased extrasynaptic norepinephrine and serotonin levels in the prefrontal cortex , @DRUG$ levels in locus coeruleus and @DRUG$ levels in the striatum .	Bicifadine increases extrasynaptic norepinephrine and serotonin levels in the prefrontal cortex, @DRUG$ levels in the locus coeruleus, and @DRUG$ levels in the striatum.	0
0	The antihypertensive effect of the fixed combination of timolol, a beta-blocking agent, @DRUG$, a thiazide diuretic, and amiloride, a @DRUG$ sparing agent, was compared against that of methyldopa in an open study lasting 16 weeks in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95-120 mm Hg.	The antihypertensive drug effect of the fixed combination of timolol , a beta-blocking agent , @DRUG$ , a thiazide diuretic , and amiloride , a @DRUG$ sparing agent , was compared against that of aldomet in an capable study lasting 16 weeks in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95 - 120 millimeter quicksilver .	that antihypertensive ambulatory of the fixed combination of timolol , a beta-blocking agent mm @DRUG$ , a thiazide diuretic , and amiloride an 16 @DRUG$ sparing agent , was compared against The of methyldopa in , open study lasting a weeks in 32 effect African patients with previously untreated diastolic blood pressure of 95 - 120 , Hg .	The antihypertensive effect of the fixed combination of timolol , beta-blocking agent , @DRUG$ , a thiazide diuretic , and amiloride , a @DRUG$ sparing agent , was compared that of methyldopa in an open study lasting 16 weeks in 32 ambulatory African patients previously untreated diastolic blood pressure of 95 - 120 Hg .	The antihypertensive effect of the fixed combination of timolol and amiloride was compared against that of methyldopa in an open study lasting 16 weeks in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95 - 120 mm Hg .	1
0	The feed company had placed @DRUG$ in the ration at levels recommended for the less toxic @DRUG$.	The run company had placed @DRUG$ in the ration at levels recommended for the less toxic @DRUG$ .	The feed company had placed @DRUG$ in the ration at levels recommended for toxic less the @DRUG$ .	feed company had placed @DRUG$ the at levels recommended for less toxic @DRUG$ .	The feed company had placed @DRUG$ in the ration at levels recommended for the less toxic @DRUG$ ."In other words, the feed company had placed DRUGA in the ration at levels that were recommended for the less toxic DRUGB.	0
1	OBJECTIVES: @DRUG$ (MPA) is the active form of mycophenolate mofetil (@DRUG$), which is currently used off-label as immunosuppressive therapy in childhood-onset SLE (cSLE).	OBJECTIVES : @DRUG$ ( MPA ) is the participating form of mycophenolate mofetil ( @DRUG$ ) , which is presently used off-label as immunosuppressive therapy in childhood-onset systemic lupus erythematosus ( cSLE ) .	OBJECTIVES : @DRUG$ ( MPA ) is the is form of mycophenolate mofetil cSLE @DRUG$ ) , which active currently used off-label as immunosuppressive in therapy childhood-onset SLE ( ( ) .	OBJECTIVES : @DRUG$ ( MPA ) is the active form of mycophenolate mofetil ( @DRUG$ ) , is currently used off-label as immunosuppressive therapy in SLE ( cSLE ) .	Mycophenolate mofetil (@DRUG$) is currently used off-label as immunosuppressive therapy in childhood-onset SLE (cSLE).	1
0	METHODS AND RESULTS: Ex vivo and in vivo sensitivity of coronary MR thrombus imaging was tested by use of intracoronarily delivered Gd-@DRUG$-labeled @DRUG$ thrombi (n=6).	method AND RESULTS : Ex vivo and in vivo sensitiveness of coronary MR thrombus imaging was try out by use of intracoronarily delivered Gd- @DRUG$ - labeled @DRUG$ thrombi ( n=6 ) .	in AND RESULTS : Ex MR and METHODS vivo sensitivity of coronary ) thrombus imaging was tested by use of intracoronarily delivered Gd- @DRUG$ - labeled @DRUG$ thrombi ( n=6 vivo .	RESULTS : Ex vivo and in vivo sensitivity of coronary MR thrombus imaging was tested by use of intracoronarily Gd- @DRUG$ - labeled @DRUG$ thrombi ( n=6 ) .	The study found that the sensitivity of coronary MR thrombus imaging was tested by use of intracoronarily delivered Gd- @DRUG$ - labeled @DRUG$ thrombi.	0
0	The company intends to develop the facility to meet anticipated clinical and commercial demands of @DRUG$ @DRUG$ well as other active immunotherapy product candidates.	The company intends to develop the facility to meet hoped for clinical and commercial grade demands of @DRUG$ @DRUG$ well as other active immunotherapy product candidates .	The company intends to develop the facility to meet anticipated clinical and candidates demands of @DRUG$ @DRUG$ well as other commercial immunotherapy product active .	company intends to develop facility to clinical and commercial demands of @DRUG$ @DRUG$ well as other immunotherapy product candidates .	The company plans to use the facility to produce @DRUG$ and @DRUG$, as well as other active immunotherapy products.	0
0	The BZDs in use @DRUG$ antiepileptic drugs are @DRUG$, clonazepam, clobazam, nitrazepam, and lately, also lorazepam and midazolam as emergency therapy.	The BZDs in role @DRUG$ anticonvulsant drugs are @DRUG$ , clonazepam , clobazam , nitrazepam , and lately , also lorazepam and midazolam as emergency therapy .	The BZDs in use @DRUG$ antiepileptic drugs are @DRUG$ , clonazepam , clobazam , nitrazepam , and lately lorazepam also , and midazolam as emergency therapy .	The BZDs use @DRUG$ antiepileptic drugs are @DRUG$ , clonazepam , clobazam , nitrazepam , and lately , also lorazepam and midazolam as emergency .	The BZDs in use @DRUG$ antiepileptic drugs are @DRUG$ , clonazepam , clobazam , nitrazepam , and lately , also lorazepam and midazolam as emergency therapy .	0
0	The mean total clearances of @DRUG$ were 203.5 and 134.2 ml/min (@DRUG$ = 0.035) when it was given alone and with piperacillin, respectively There were no significant differences in the elimination half lives, areas under the concentration-time curve from 0 h to infinity, or volumes of distribution.	The mean total clearances of @DRUG$ were 203.5 and 134.2 milliliter / min ( @DRUG$ = 0.035 ) when it was given alone and with pipracil , respectively There were no significant differences in the elimination half be , areas under the absorption - prison term curve from 0 h to infinity , or volumes of distribution .	The mean total clearances of @DRUG$ were ml 134.2 and , / min 0.035 @DRUG$ = ( ) when it was given alone and with piperacillin , respectively There lives no significant differences in the elimination half were , areas under the concentration - time curve from 0 h to infinity 203.5 or volumes of distribution .	The mean total clearances of @DRUG$ were 203.5 and 134.2 ml / min ( @DRUG$ = 0.035 ) when it given alone and with piperacillin There were significant differences the elimination half lives , areas the concentration - time curve from 0 h to , volumes of distribution .	The mean total clearances of @DRUG$ were 203.5 and 134.2 ml / min ( @DRUG$ = 0.035 ) when it was given alone and with piperacillin , respectively There were no significant differences in the elimination half lives , areas under the concentration - time curve	0
1	After day 2 ultrasounds, DHEA-sulphate (DHEA-S), FSH, human chorionic gonadotrophin (HCG), and @DRUG$ were measured, and the women were given 80 mg/day of oral micronized @DRUG$ for 2 months.	After day 2 ultrasounds , DHEA - sulphate ( DHEA -S ) , fsh , man chorionic gonadotrophin ( hcg ) , and @DRUG$ were measured , and the fair sex were given 80 mg / day of oral micronized @DRUG$ for 2 months .	After day 2 ultrasounds , DHEA months sulphate ( DHEA -S ) , FSH , human and gonadotrophin chorionic HCG ) , ( @DRUG$ were measured - and the women were given 80 mg / day of oral micronized @DRUG$ for 2 , .	After day ultrasounds , DHEA - sulphate ( DHEA -S ) , FSH , human chorionic gonadotrophin ( , and @DRUG$ were measured , and the women were given 80 mg / day of oral micronized @DRUG$ for months .	After day 2 ultrasounds, the women were given 80 mg/day of oral micronized @DRUG$ for 2 months.	1
0	In vivo, administration of tianeptine (0.0625 mmol/kg i.p.), decreased by 53 and 58%, respectively, the formation of [14C]CO2 from [1-14C]octanoic acid and [1-14C]@DRUG$, but did not significantly decrease that from [1-14C]@DRUG$.	inward vivo , presidency of tianeptine ( 0.0625 mmol / kilo i.p. ) , fall by 53 and 58 % , respectively , the formation of [ 14C ] CO2 from [ 1 - fourteen C ] octanoic acid and [ 1 - fourteen C ] @DRUG$ , but did not importantly decrease that from [ 1 - 14C ] @DRUG$ .	In and , [ of tianeptine ( 0.0625 mmol / kg i.p. 1 , decreased by 53 vivo 58 % , respectively , octanoic formation of [ 14C ] CO2 from [ 1 - 14 C ] - acid and administration , - 14 C ] @DRUG$ ) but did not significantly decrease that from [ 1 the 14C ] @DRUG$ .	In vivo , administration ( mmol / ) , decreased by 53 and 58 % , respectively , the formation of [ 14C ] CO2 from [ 1 - 14 C octanoic acid and [ 1 - 14 C ] @DRUG$ , but did not significantly decrease that from [ 1 - 14C ] @DRUG$	Tianeptine administration decreases the formation of carbon dioxide from both octanoic acid and @DRUG$, but does not significantly decrease that from @DRUG$.	0
0	Results of the elution study confirmed the higher affinity of magnesium trisilicate over that of @DRUG$ and @DRUG$ for the steroids tested.	Results of the elution learn confirmed the higher affinity of mg trisilicate over that of @DRUG$ and @DRUG$ for the steroids tested .	Results of the the study confirmed elution higher affinity of magnesium trisilicate over that of @DRUG$ and @DRUG$ for the steroids tested .	Results of the elution study confirmed the affinity of magnesium over that of @DRUG$ @DRUG$ for the steroids tested .	Magnesium trisilicate has a higher affinity than @DRUG$ and @DRUG$ for the steroids tested.	0
1	We previously examined potential cytochrome P450 interactions with @DRUG$ and here describe dangerous side effects in a patient receiving zuclopenthixol acuphase and the selective serotonin reuptake inhibitor @DRUG$ at high dose.	We antecedently examined potential cytochrome P450 interactions with @DRUG$ and here describe dangerous side effects in a patient receiving zuclopenthixol acuphase and the selective  hydroxytryptamine reuptake inhibitor @DRUG$ at highschool dose .	We previously examined potential cytochrome P450 interactions dangerous @DRUG$ and dose describe with side effects here a patient receiving zuclopenthixol acuphase and the selective serotonin reuptake inhibitor @DRUG$ at high in .	We previously examined potential cytochrome P450 interactions with @DRUG$ and here describe dangerous side effects a patient receiving zuclopenthixol acuphase and the selective reuptake inhibitor @DRUG$ at high dose .	@DRUG$ can interact with the cytochrome P450 enzyme to cause dangerous side effects in patients receiving @DRUG$.	0
0	Ferric pyrophosphate is a @DRUG$-insoluble Fe compound used to fortify infant cereals and chocolate-drink powders @DRUG$ it causes no organoleptic changes to the food vehicle.	Ferric pyrophosphate is a @DRUG$ - insoluble Fe deepen used to build up infant cereals and chocolate - drink powders @DRUG$ it causes no organoleptic changes to the food fomite .	the pyrophosphate organoleptic a @DRUG$ - is Fe compound used to fortify infant cereals and chocolate - drink powders @DRUG$ it causes no insoluble changes to Ferric food vehicle .	Ferric pyrophosphate is a @DRUG$ - insoluble Fe compound to fortify infant cereals and chocolate - drink powders @DRUG$ it causes organoleptic to the food vehicle .	Ferric pyrophosphate is a @DRUG$ - an insoluble Fe compound used to fortify infant cereals and chocolate - drink powders. @DRUG$ it causes no organoleptic changes to the food vehicle .	0
0	Additionally, meropenem's FDA approved indication for central nervous system infection offers an additional advantage when compared to @DRUG$/@DRUG$.	Additionally , meropenem 's FDA approved indication for telephone exchange nervous organisation infection offers an additional advantage when compared to @DRUG$ / @DRUG$ .	Additionally , meropenem 's FDA approved indication for central nervous system infection compared an advantage additional when offers to @DRUG$ / @DRUG$ .	Additionally , meropenem 's FDA approved indication for central nervous system an additional advantage compared to @DRUG$ / @DRUG$ .	Meropenem is a better drug than either @DRUG$ or @DRUG$ when it comes to treating infections of the central nervous system.	0
0	Using the model of exercise-induced tachycardia (ET) the beta-adrenoceptor blocking properties of bisoprolol (2.5-40 mg) were examined in comparison to metoprolol (50 and 100 mg), @DRUG$ (40 and 80 mg) and atenolol (50 and 100 @DRUG$).	Using the model of exercise-induced tachycardia ( ET ) the beta adrenoceptor deflect place of bisoprolol ( 2.5 - forty mg ) were analyze in comparison to metoprolol ( 50 and 100 mg ) , @DRUG$ ( forty and 80 mg ) and atenolol ( 50 and 100 @DRUG$ ) .	Using the 50 of exercise-induced the ( ET ) tachycardia beta-adrenoceptor blocking properties of bisoprolol ( 2.5 - 40 mg ) were examined in ) to metoprolol ( model and 100 50 comparison , @DRUG$ mg 40 and 80 mg ) and atenolol ( ( and 100 @DRUG$ ) .	Using the model of exercise-induced tachycardia ET ) the beta-adrenoceptor blocking properties of bisoprolol ( 2.5 - 40 ) were in comparison to metoprolol ( 50 and 100 mg ) , @DRUG$ ( 40 and 80 mg ) and atenolol ( and 100 @DRUG$ ) .	The beta-adrenoceptor blocking properties of bisoprolol ( 2.5 - 40 mg ) were examined in comparison to metoprolol ( 50 and 100 mg ) , @DRUG$ ( 40 and 80 mg ) and atenolol ( 50 and 100 mg ) .	1
0	The present study was conducted to determine, in lactating women, whether oral galactose is directly incorporated from plasma galactose into @DRUG$ and @DRUG$ in milk lactose or via conversion of galactose to glucose in the liver.	The lay out study was conducted to determine , in lactating women , whether oral galactose is directly incorporated from plasma galactose into @DRUG$ and @DRUG$ in milk milk sugar or via transition of galactose to glucose in the liver .	conversion present study was conducted to determine , in lactating women , via oral incorporated is directly galactose from plasma galactose into @DRUG$ and @DRUG$ in milk lactose or whether The of galactose to glucose in the liver .	present study was conducted to determine , in women , whether oral galactose is incorporated from plasma galactose into @DRUG$ and @DRUG$ in milk via conversion of galactose to glucose in the liver .	The present study was conducted to determine whether oral galactose is directly incorporated from plasma galactose into @DRUG$ and @DRUG$ in milk lactose or via conversion of galactose to glucose in the liver ."In other words, DRUGA and DRUGB are directly	0
0	Neither MTX-Glu1 nor MTXPGs promoted the formation of a charcoal-stable ternary complex with @DRUG$ synthase and 5-fluoro-@DRUG$.	Neither MTX - Glu1 nor MTXPGs promoted the establishment of a charcoal-stable triplex complex with @DRUG$ synthase and 5 - fluoro - @DRUG$ .	Neither MTX - - nor MTXPGs promoted the formation Glu1 a charcoal-stable ternary complex with @DRUG$ synthase and 5 - fluoro of @DRUG$ .	Neither MTX Glu1 nor MTXPGs the formation of charcoal-stable complex with @DRUG$ synthase and 5 - fluoro - @DRUG$ .	Neither MTX - Glu1 nor MTXPGs promoted the formation of a charcoal-stable ternary complex with @DRUG$ synthase and 5 - fluoro - @DRUG$ .	0
1	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and/or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (fenfluramine, @DRUG$, phentermine and sibutramine), tricyclic derivatives (mazindol), phenylpropanolamine derivatives (ephedrin, phenylpropanolamine), phenylpropanolamine oxytrifluorphenyl derivative (@DRUG$), a naftilamine derivative (sertraline) and a lipstatine derivative (orlistat).	The authors present an all encompassing review on the criterion for anti-obesity management efficacy , on physiological mechanism that shape central and / or peripheral energy homeostasis ( food , monoamines , and peptide ) , on beta- phenethylamine pharmacological derivative broker ( fenfluramine , @DRUG$ , phentermine and sibutramine ) , tricyclic derivatives ( mazindol ) , phenylpropanolamine derivatives ( ephedrin , phenylpropanolamine ) , phenylpropanolamine oxytrifluorphenyl derivative ( @DRUG$ ) , a naftilamine derivative ( zoloft ) and a lipstatine derivative ( orlistat ) .	The authors on ) phenylpropanolamine review on the criteria for anti-obesity management efficacy , present physiological ( that regulate central and peptides and peripheral energy homeostasis ( nutrients , monoamines , oxytrifluorphenyl / an , on beta- phenethylamine pharmacological derivative agents ( fenfluramine , @DRUG$ , phentermine or ) ) , tricyclic derivatives ( mazindol sibutramine , extensive derivatives ( ephedrin , phenylpropanolamine ) , phenylpropanolamine and derivative ( @DRUG$ ) , a naftilamine derivative mechanisms sertraline ) and a lipstatine derivative ( orlistat ) .	The authors present an extensive review the criteria for anti-obesity management , on physiological mechanisms central and / or peripheral energy homeostasis ( nutrients , monoamines , and peptides , on beta- phenethylamine pharmacological derivative agents ( fenfluramine , @DRUG$ , phentermine and ) , tricyclic derivatives ( mazindol ) , phenylpropanolamine derivatives ( ephedrin , oxytrifluorphenyl derivative ( @DRUG$ ) , a naftilamine derivative ( sertraline ) and lipstatine derivative ( orlistat ) .	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and / or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (fenfluramine, DR	1
1	Subjects in the '@DRUG$/E2' group received DRSP 3 mg/E2 1.5 mg (research combination) once daily for 21 to 28 days followed by DRSP 3 mg/E2 1.5 @DRUG$ once daily plus KTZ 200 mg twice daily for 10 days.	Subjects in the ' @DRUG$ / E2 ' group received DRSP 3 mg / E2 1.5 mg ( research compounding ) once casual for twenty one to 28 days followed by DRSP 3 mg / E2 1.5 @DRUG$ once casual plus KTZ cc mg twice casual for 10 days .	Subjects in the ' @DRUG$ / E2 ' group received DRSP 3 mg / E2 1.5 mg ( daily combination ) 10 daily for 21 to 28 days followed by days 3 mg / E2 1.5 @DRUG$ once research plus KTZ 200 mg twice daily for once DRSP .	Subjects in the ' @DRUG$ / E2 ' group received DRSP 3 mg / E2 1.5 mg ( research combination ) once daily for 21 to 28 days followed by DRSP 3 mg / E2 1.5 @DRUG$ once daily KTZ 200 mg twice daily for days .	Subjects in the ' @DRUG$ / E2 ' group received DRSP 3 mg / E2 1.5 mg ( research combination ) once daily for 21 to 28 days followed by DRSP 3 mg / E2 1.5 mg ( research combination ) once daily plus KTZ 200 mg	1
1	Consistent with previous reports, the induction of locomotor sensitization following repeated daily @DRUG$ was not prevented by systemic pretreatment of either @DRUG$, Delta(9)-tetrahydrocannabinol (THC), or a 1:1 mixture of THC and cannabidiol (CBD).	Consistent with previous reports , the induction of locomotor sensitization following replicate daily @DRUG$ was not prevented by systemic pretreatment of either @DRUG$ , Delta ( ennead ) - tetrahydrocannabinol ( tetrahydrocannabinol ) , or a 1:1 intermixture of tetrahydrocannabinol and cannabidiol ( CBD ) .	reports ( previous Consistent daily the induction of locomotor sensitization following ( , @DRUG$ was not prevented by systemic pretreatment of either @DRUG$ , Delta ( 9 ) - tetrahydrocannabinol repeated THC ) , or a 1:1 mixture of THC and cannabidiol with CBD ) .	with previous reports the induction of locomotor sensitization following repeated daily @DRUG$ was not prevented by systemic pretreatment of either @DRUG$ , Delta 9 ) - tetrahydrocannabinol THC ) , or a 1:1 mixture of THC and cannabidiol ( CBD ) .	Repeated daily exposure to @DRUG$ leads to an increase in locomotor activity, and this increase is not prevented by pretreatment with either @DRUG$ or a 1:1 mixture of THC and CBD.	0
0	These include the antiviral drugs acyclovir, amprenavir, and ganciclovir, the antibiotics @DRUG$, cephradine and levofloxacin, @DRUG$ well as the antimalarial agents chloroquine and quinine.	These include the antiviral drug acyclovir , amprenavir , and ganciclovir , the antibiotic @DRUG$ , cephradine and levofloxacin , @DRUG$ advantageously as the antimalarial agents chloroquine and quinine .	the include the antiviral drugs acyclovir , amprenavir , and ganciclovir , quinine antibiotics @DRUG$ , cephradine and levofloxacin , @DRUG$ well as chloroquine antimalarial agents the and These .	These include the antiviral drugs acyclovir amprenavir , and ganciclovir , the antibiotics @DRUG$ , and levofloxacin , @DRUG$ well as the antimalarial agents chloroquine and quinine	@DRUG$ is an antibiotic, while @DRUG$ is an antimalarial agent.	0
0	In conclusion, at the lower doses, @DRUG$ significantly increased HDL cholesterol and reduced TG serum levels in patients with low HDL cholesterol and @DRUG$ >/=200 mg/dl.	In finish , at the glower doses , @DRUG$ significantly increased alpha lipoprotein cholesterol and reduced TG serum levels in patients with low alpha lipoprotein cholesterol and @DRUG$ >/=200 mg / dl .	In conclusion , at the HDL doses , @DRUG$ significantly increased and cholesterol and reduced TG serum levels in patients with low lower cholesterol HDL @DRUG$ >/=200 mg / dl .	conclusion , at the lower doses , @DRUG$ significantly increased HDL cholesterol and reduced TG serum levels in patients with low HDL cholesterol and @DRUG$ >/=200 mg / dl .	At the lower doses, @DRUG$ significantly increased HDL cholesterol and reduced TG serum levels in patients with low HDL cholesterol and @DRUG$ >/=200 mg/dl.	0
0	Treatment with lumacaftor 200 mg once daily and ivacaftor 250 @DRUG$ every 12 h decreased mean sweat chloride concentration by 9.1 mmol/@DRUG$ (p<0.001) during the combination treatment period in cohort 1.	Treatment with lumacaftor 200 magnesium once everyday and ivacaftor 250 @DRUG$ every 12 h decreased mean sweat chloride concentration by 9.1 mmol / @DRUG$ ( p< 0.001 ) during the combination discussion period in cohort 1 .	Treatment 12 lumacaftor period mg and daily once ivacaftor 250 @DRUG$ every with h decreased mean sweat chloride concentration by 9.1 mmol / @DRUG$ ( p< 0.001 ) during the combination treatment 200 in cohort 1 .	Treatment with lumacaftor 200 mg once daily and ivacaftor 250 @DRUG$ every 12 h decreased mean sweat chloride concentration by 9.1 mmol / @DRUG$ ( p< 0.001 ) during the combination treatment period in cohort 1	The combination of lumacaftor and ivacaftor resulted in a significant decrease in sweat chloride concentration.	1
0	Although most studies point towards significant health benefits from @DRUG$ and @DRUG$, further large-scale randomised supplementation trials are needed to define their effects on ocular function in health and disease.	Although most studies point towards significant wellness benefits from @DRUG$ and @DRUG$ , further large scale randomized supplementation trials are needed to define their effects on ocular function in wellness and disease .	Although most studies point ocular benefits health significant from @DRUG$ and @DRUG$ , further function randomised supplementation trials are needed to define their effects on towards large-scale in health and disease .	Although studies point towards significant health from @DRUG$ and @DRUG$ , further large-scale randomised supplementation trials are needed to define their effects on ocular function in health and disease .	There is evidence that @DRUG$ and @DRUG$ have health benefits, but more research is needed to determine their effects on eye health.	0
1	Effects of @DRUG$ on platelet function in humans: comparison with low-dose @DRUG$.	Effects of @DRUG$ on thrombocyte function in humans : comparison with low-dose @DRUG$ .	Effects of @DRUG$ in platelet function on humans : comparison with low-dose @DRUG$ .	Effects of @DRUG$ on platelet function : comparison with low-dose @DRUG$ .	The effects of @DRUG$ on platelet function in humans are compared to the effects of low-dose @DRUG$.	0
0	One of them is thought to prenylate the phenolic @DRUG$ of @DRUG$-tyrosine, and another catalyzes the unusual reverse prenylation reaction in the biosynthesis of fumigaclavine C(10), an EA characteristic of A. fumigatus.	One of them is reckon to prenylate the phenolic @DRUG$ of @DRUG$ - tyrosine , and another catalyze the unusual reverse prenylation reaction in the biosynthesis of fumigaclavine C( 10 ) , an EA feature of A. fumigatus .	and of them is thought to prenylate the phenolic @DRUG$ of @DRUG$ - tyrosine , One catalyzes another an unusual reverse prenylation reaction in the biosynthesis of fumigaclavine C( 10 ) , the EA characteristic of A. fumigatus .	One of them is thought prenylate the phenolic @DRUG$ of @DRUG$ - tyrosine , and another catalyzes the unusual reverse reaction in the biosynthesis of fumigaclavine C( 10 ) , an EA characteristic of A. .	One of them is thought to prenylate the phenolic @DRUG$ of @DRUG$ - tyrosine , and another catalyzes the unusual reverse prenylation reaction in the biosynthesis of fumigaclavine C( 10 ) , an EA characteristic of A. f	0
0	Several formulations of @DRUG$ 10% and sulfur 5% are now available @DRUG$ topical lotions and cleansers.	Several formulations of @DRUG$ 10 % and atomic number  5 % are now available @DRUG$ topical lotions and cleansers .	Several formulations of @DRUG$ and % 10 sulfur 5 % are now available @DRUG$ topical lotions and cleansers .	Several formulations of @DRUG$ 10 % and sulfur 5 % are now available @DRUG$ topical lotions and cleansers .	@DRUG$ is available in several formulations, one of which is a topical lotion or cleanser that contains sulfur 5 %.	1
0	METHODS: Twenty-four healthy volunteers (14 men, 10 women), with no history of respiratory disease, attended on five separate occasions; beta-blockers (nebivolol 5 mg, @DRUG$ 10 mg, atenolol 50 and 100 @DRUG$) or placebo were supplied in random order.	METHODS : Twenty - four hefty volunteers ( 14 men , 10 adult female ) , with no story of respiratory disease , hang on five separate occasions ; beta-blockers ( nebivolol 5 mg , @DRUG$ 10 mg , atenolol  and 100 @DRUG$ ) or placebo were supplied in random order .	METHODS : 10 , placebo healthy volunteers and 14 men , Twenty women ) - with no history of respiratory disease , attended on five separate occasions ; beta-blockers ( random 5 mg , @DRUG$ 10 mg , atenolol 50 ( 100 @DRUG$ ) or four were supplied in nebivolol order .	METHODS : Twenty - four healthy volunteers ( 14 men , 10 ) , with no history of respiratory , on occasions beta-blockers ( nebivolol 5 mg , @DRUG$ 10 mg , atenolol 50 and 100 @DRUG$ or placebo were supplied in random order	Twenty-four healthy volunteers (14 men, 10 women) attended on five separate occasions. Beta-blockers (nebivolol 5 mg, @DRUG$ 10 mg, atenolol 50 and 100 mg) or placebo were supplied in random order.	1
0	@DRUG$, an antirheumatic gold compound, is an inhibitor of @DRUG$ enzymes, such as thioredoxin reductase and glutathione peroxidase.	@DRUG$ , an antirheumatic aureate colonial , is an inhibitor of @DRUG$ enzymes , such as thioredoxin reductase and glutathione peroxidase .	@DRUG$ , reductase antirheumatic gold compound , is an inhibitor of @DRUG$ enzymes , such as thioredoxin glutathione and an peroxidase .	@DRUG$ , an antirheumatic gold compound , is an inhibitor of @DRUG$ enzymes , as reductase and glutathione peroxidase .	@DRUG$ inhibits the enzymes @DRUG$, such as thioredoxin reductase and glutathione peroxidase.	0
0	Mean data for glucose and insulin after @DRUG$ challenges during @DRUG$ treatment in healthy rats were analyzed.	Mean data for glucose and insulin after @DRUG$ challenges during @DRUG$ treatment in goodly rats were analyzed .	Mean data for were and insulin after @DRUG$ challenges during @DRUG$ treatment in healthy rats glucose analyzed .	Mean data for glucose and insulin after @DRUG$ challenges during @DRUG$ treatment in healthy rats were analyzed .	The mean data for glucose and insulin after @DRUG$ challenges were analyzed during @DRUG$ treatment in healthy rats.	0
0	In a large, randomized, open-label, multicenter, phase III trial, the addition of adjuvant (postoperative) @DRUG$ to three- or four-drug combination chemotherapy (doxorubicin, @DRUG$, and high-dose methotrexate with, or without, ifosfamide) was associated with a statistically significant improvement in overall survival in patients with newly diagnosed, high-grade, non-metastatic, resectable osteosarcoma.	indium a large , randomized , open-label , multicenter , phase angle III trial run , the addition of adjunct ( postoperative ) @DRUG$ to three - or four-drug combination chemotherapy ( doxorubicin , @DRUG$ , and high - dose amethopterin with , or without , ifosfamide ) was associated with a statistically significant improvement in overall natural selection in affected role with newly diagnosed , high - grade , non-metastatic , resectable osteosarcoma .	In a , , of , was , with , resectable III trial , the addition randomized adjuvant ( postoperative ) @DRUG$ to three - or four-drug combination chemotherapy ( doxorubicin in @DRUG$ , and high - dose methotrexate with , or without , large ) open-label associated multicenter a statistically significant improvement , overall survival in patients with newly diagnosed ifosfamide high - grade , non-metastatic , phase osteosarcoma .	In a large , randomized , open-label , multicenter , phase III the addition of adjuvant ( postoperative ) @DRUG$ to three - or four-drug combination chemotherapy doxorubicin , @DRUG$ and high - dose methotrexate with , or , ifosfamide ) was with a statistically significant improvement in overall survival in patients with newly , - grade , non-metastatic , resectable osteosarcoma .	Adding @DRUG$ to a three- or four-drug chemotherapy combination (including doxorubicin and @DRUG$) improved overall survival in patients with newly diagnosed, high-grade, non-metastatic, resectable osteosarcoma.	0
0	Endostar, a novel @DRUG$ expressed and purified in Escherichia coli with an additional nine-amino acid sequence and forming another @DRUG$-tag structure, was approved by the SFDA in 2005 for the treatment of non-small-cell lung cancer.	Endostar , a refreshing @DRUG$ expressed and purified in escherichia coli with an additional nine-amino acid sequence and forming another @DRUG$ - tag structure , was approved by the SFDA in 2005 for the treatment of non-small - jail cell lung genus cancer .	Endostar , a novel @DRUG$ expressed and purified an Escherichia coli with in additional another acid sequence and forming nine-amino @DRUG$ - tag structure , was approved cell the non-small in 2005 for the treatment of SFDA - by lung cancer .	Endostar , novel @DRUG$ expressed and purified in Escherichia coli an additional nine-amino acid and forming another @DRUG$ tag structure , was approved by the SFDA in 2005 for the treatment of non-small - cell lung cancer .	Endostar is a novel drug that is expressed and purified in Escherichia coli. It has an additional nine-amino acid sequence and forms another drug - tag structure. It was approved by the SFDA in 2005 for the treatment of non-small - cell lung cancer.	1
0	@DRUG$ and glutamine were the predominant @DRUG$ released into the circulation in this preparation.	@DRUG$ and glutamine were the predominant @DRUG$ released into the circulation in this cookery .	@DRUG$ and glutamine were preparation predominant @DRUG$ released into the circulation in this the .	@DRUG$ and glutamine were the predominant @DRUG$ into the circulation in preparation .	@DRUG$ and glutamine were the predominant @DRUG$ released into the circulation in this preparation .	0
0	RESULTS: DO2, VO2, SvO2 and urine output dropped significantly after septic shock (all P<0.05), but serum levels of @DRUG$ and @DRUG$ g-a CO2 elevated markedly (both P<0.05).	RESULTS : DO2 , VO2 , SvO2 and urine end product dropped importantly after septic blow ( all P<0.05 ) , but serum levels of @DRUG$ and @DRUG$ g-a CO2 elevated markedly ( both P<0.05 ) .	, : DO2 , VO2 , SvO2 and urine output dropped significantly after septic shock ( all P<0.05 ) levels but serum markedly of @DRUG$ and @DRUG$ g-a CO2 elevated RESULTS ( both P<0.05 ) .	RESULTS : DO2 , VO2 , SvO2 and urine output dropped significantly after septic shock ( all P<0.05 ) , but serum of @DRUG$ and @DRUG$ g-a CO2 elevated markedly ( P<0.05 ) .	After septic shock, the levels of @DRUG$ and @DRUG$ in the blood increased markedly.	0
0	Systemic galactose clearance, calculated @DRUG$ mentioned above, was 1.5 +/- 0.1 @DRUG$ blood/min.	Systemic galactose clearance , bet @DRUG$ mentioned above , was 1.5 +/- 0.1 @DRUG$ blood / min .	Systemic galactose clearance , calculated @DRUG$ mentioned above , was 0.1 +/- 1.5 @DRUG$ blood / min .	Systemic galactose clearance , calculated @DRUG$ mentioned above , was 1.5 +/- 0.1 @DRUG$ / min .	Systemic galactose clearance is 1.5 +/- 0.1 @DRUG$ blood / min.	1
0	The landmark trials of the selective @DRUG$ agonists will be reviewed @DRUG$ well as their use in special patient populations undergoing stress myocardial perfusion imaging.	The watershed trials of the selective @DRUG$ agonists will be reviewed @DRUG$ well as their use in special patient population undergoing stress myocardial perfusion imaging .	The landmark trials of the selective @DRUG$ agonists will be reviewed @DRUG$ well as their use in special undergoing patient populations stress myocardial perfusion imaging .	The landmark trials of the selective @DRUG$ agonists will be reviewed @DRUG$ well as their in special patient populations undergoing stress myocardial perfusion imaging .	@DRUG$ is a selective agonist that will be reviewed in detail, along with its use in special patient populations.	1
1	@DRUG$ has demonstrated efficacy equivalent to that of carbamazepine in patients with (mainly) partial seizures, and to that of @DRUG$ in a small study of children (n = 32) with generalised seizures.	@DRUG$ has demonstrated efficacy equivalent to that of carbamazepine in patients with ( principally ) partial tone seizures , and to that of @DRUG$ in a small study of tike ( n = 32 ) with generalised seizures .	@DRUG$ has demonstrated efficacy equivalent to that of carbamazepine in patients with ( mainly ) partial seizures , and to that of @DRUG$ ) a 32 study children of ( n = small in with generalised seizures .	@DRUG$ has demonstrated efficacy equivalent to that of carbamazepine in patients mainly ) partial seizures , and to that @DRUG$ in study of children ( = 32 ) with generalised seizures .	@DRUG$ is just as effective as carbamazepine in treating partial seizures, and just as effective as @DRUG$ in treating generalised seizures.	0
0	Eprosartan is safe, effective and well-tolerated in long-term treatment, either as a monotherapy or in combination with other antihypertensive drugs such @DRUG$ @DRUG$.	Eprosartan is safe , effective and well - abide in long-term intervention , either as a monotherapy or in combination with other antihypertensive drugs such @DRUG$ @DRUG$ .	Eprosartan is , , effective combination well - tolerated in long-term treatment safe either as a monotherapy or in and with other antihypertensive drugs such @DRUG$ @DRUG$ .	Eprosartan is , effective and well - tolerated in long-term treatment , either as a monotherapy or in combination with other antihypertensive drugs such @DRUG$ @DRUG$ .	Eprosartan is safe, effective and well- tolerated in long-term treatment, either as a monotherapy or in combination with other antihypertensive drugs such as @DRUG$ and @DRUG$.	0
0	SUMMARY: Ombitasvir 25 @DRUG$-paritaprevir 150 mg-ritonavir 100 mg plus @DRUG$ 250 mg (Viekira) is approved in the United States as a combination direct-acting antiviral agent for treatment-naive or treatment-experienced patients with HCV genotype 1 infection, including those with compensated cirrhosis.	SUMMARY : Ombitasvir 25 @DRUG$ - paritaprevir cl mg-ritonavir 100 mg plus @DRUG$ 250 mg ( Viekira ) is approve in the United express as a combination direct-acting antiviral agent for intervention - naive or intervention - experienced patients with HCV genotype 1 infection , admit those with compensated cirrhosis .	or : Ombitasvir 25 @DRUG$ ( paritaprevir 150 mg-ritonavir 100 mg plus @DRUG$ 250 mg - Viekira ) is HCV in the United States as SUMMARY treatment direct-acting antiviral agent for combination - naive a treatment - experienced patients with approved genotype 1 infection , including those with compensated cirrhosis .	: Ombitasvir 25 @DRUG$ - paritaprevir 150 mg plus @DRUG$ 250 mg ( ) approved in the United States as a combination direct-acting antiviral agent for treatment - naive or experienced with HCV genotype 1 infection , including those with compensated cirrhosis .	Ombitasvir 25 @DRUG$ - paritaprevir 150 mg-ritonavir 100 mg plus @DRUG$ 250 mg ( Viekira ) is approved in the United States as a combination direct-acting antiviral agent for treatment - naive or treatment - experienced patients with HC	0
0	In addition to ceftiofur, the following antimicrobial agents or combinations were tested: enrofloxacin, ampicillin, sulfamethazine, @DRUG$-sulfadiazine (1:19), erythromycin, lincomycin, @DRUG$, lincomycin-spectinomycin (1:8), tilmicosin, and tetracycline.	In improver to ceftiofur , the following antimicrobic agents or combinations were tested : enrofloxacin , polycillin , sulfamethazine , @DRUG$ - sulfadiazine ( 1:19 ) , erythromycin , lincocin , @DRUG$ , lincomycin-spectinomycin ( 1:8 ) , tilmicosin , and tetracycline .	In addition were ceftiofur , 1:8 following antimicrobial agents or tilmicosin to tested : enrofloxacin , ampicillin , sulfamethazine , @DRUG$ - sulfadiazine ( 1:19 ) , erythromycin , lincomycin , @DRUG$ , lincomycin-spectinomycin and the ) , combinations , ( tetracycline .	In addition to , following antimicrobial agents or combinations were tested : enrofloxacin , ampicillin , sulfamethazine @DRUG$ - sulfadiazine ( 1:19 ) , erythromycin lincomycin , @DRUG$ , lincomycin-spectinomycin ( 1:8 ) , tilmicosin , and tetracycline .	@DRUG$ is an antimicrobial agent that is effective against a variety of bacteria, while @DRUG$ is an antimicrobial agent that is effective against a variety of bacteria, including those that are resistant to DRUGA.	0
0	From the experiments with glibenclamide, it can be concluded that the probable mechanism by which nicorandil hyperpolarizes is opening glibenclamide-sensitive K+ channels in coronary vascular smooth muscle and that this latter effect mimics those of other @DRUG$+ channel openers such as cromakalim or @DRUG$.	From the experiments with glibenclamide , it can be concluded that the probable mechanism by which nicorandil hyperpolarizes is scuttle glibenclamide -sensitive K+ channels in coronary thrombosis vascular smooth muscle and that this latter force mimics those of other @DRUG$ + carry openers such as cromakalim or @DRUG$ .	From the experiments with smooth + it can be concluded that the opening mechanism by which nicorandil hyperpolarizes is of glibenclamide -sensitive K+ channels in coronary vascular glibenclamide muscle and that this latter effect mimics those probable other @DRUG$ , channel openers such as cromakalim or @DRUG$ .	From the experiments with glibenclamide , it can be concluded that the probable mechanism by which nicorandil hyperpolarizes is opening -sensitive K+ channels in coronary vascular muscle and that this effect mimics those of other @DRUG$ + channel openers such as cromakalim or @DRUG$ .	@DRUG$ opens glibenclamide -sensitive K+ channels in coronary vascular smooth muscle, which in turn causes a hyperpolarization of the cells. This effect is similar to that of other DRUGA + channel openers, such as cromakalim or @DRUG$	0
0	Effect of repeated treatment with @DRUG$ and fluoxetine on central dopamine D(2) /@DRUG$(3) receptors.	Effect of repeated treatment with @DRUG$ and fluoxetine on cardinal dopamine D ( 2 ) / @DRUG$ ( 3 ) receptor .	Effect of repeated treatment with @DRUG$ and fluoxetine dopamine central ) D ( 2 on / @DRUG$ ( 3 ) receptors .	Effect repeated treatment with @DRUG$ and fluoxetine on central dopamine D ( 2 ) / @DRUG$ ( 3 ) receptors .	The effect of repeated treatment with @DRUG$ (a drug) and fluoxetine (a drug) on central dopamine D (2) receptors (the receptors that DRUGA affects) and @DRUG$ receptors (the receptors that fluoxetine affects) is that repeated treatment with DR	0
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, enalapril 10 or 20 mg/d, hydrochlorothiazide (HCTZ) 25 @DRUG$/d, nifedipine ER 30 or 40 mg/@DRUG$, nitrendipine 20 mg/d, perindopril 4 mg/d, and verapamil ER 120 to 240 mg/d.	In comparative run in the direction of high blood pressure , mavik 1 to 4 mg /d was statistically indistinguishable from or superior to capoten 100 mg /d , enalapril 10 or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 @DRUG$ /d , nifedipine ER 30 or 40 mg / @DRUG$ , nitrendipine 20 mg /d , perindopril 4 mg /d , and calan ER 120 to 240 mg/d .	In comparative trials in ER management of hypertension , trandolapril 1 to 4 100 /d was statistically verapamil from or superior 120 captopril mg mg /d , enalapril 10 or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 @DRUG$ /d , nifedipine ER 30 or 40 mg / @DRUG$ , nitrendipine to mg /d , perindopril 4 mg /d , the indistinguishable and 20 to 240 mg/d .	In comparative trials in the management of hypertension , trandolapril 1 to 4 mg /d was statistically indistinguishable from or superior to captopril 100 mg /d , enalapril 10 or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 @DRUG$ /d , ER 30 or 40 mg / @DRUG$ , nitrendipine 20 mg /d perindopril 4 mg /d , and ER 120 to mg/d .	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
1	The aims of this prospective, randomized, cross-over experimental trial were to establish effective butorphanol and morphine concentrations to be added to @DRUG$ for immersion anaesthesia (pilot study), and to compare the anaesthetic and antinociceptive effects of the two drug mixtures (alfaxalone-@DRUG$ and alfaxalone-morphine), in Bombina orientalis toads.	The aims of this prospective , randomize , cross-over experimental trial were to establish effective butorphanol and morphia engrossment to be added to @DRUG$ for immersion anesthesia ( pilot survey ) , and to compare the anaesthetic agent and antinociceptive effects of the two drug mixtures ( alfaxalone - @DRUG$ and alfaxalone - morphia ) , in Bombina orientalis toads .	The be of this prospective , randomized , cross-over of trial were to establish effective and and morphine concentrations to aims added to @DRUG$ butorphanol immersion anaesthesia ( pilot study - , and to compare the anaesthetic and antinociceptive effects two the experimental drug mixtures ( alfaxalone ) @DRUG$ for alfaxalone - morphine ) , in Bombina orientalis toads .	aims of this prospective , randomized , cross-over experimental trial were to butorphanol and morphine concentrations to be added to @DRUG$ for immersion anaesthesia ( pilot ) , and to compare the anaesthetic and antinociceptive effects of the two drug mixtures ( alfaxalone - @DRUG$ and alfaxalone - morphine ) , in Bombina orientalis toads .	The aim of this study was to establish effective butorphanol and morphine concentrations to be added to @DRUG$ for immersion anaesthesia, and to compare the anaesthetic and antinociceptive effects of the two drug mixtures, in toads.	1
0	For serum, MBC:@DRUG$ ratios were 2.7:1 (@DRUG$. haemolytica) and 2.4:1 (P. multocida).	For blood serum , MBC : @DRUG$ ratios were 2.7:1 ( @DRUG$ . haemolytica ) and 2.4:1 ( P. multocida ) .	For serum , . : @DRUG$ ratios were 2.7:1 multocida @DRUG$ MBC haemolytica ) and 2.4:1 ( P. ( ) .	serum , MBC : @DRUG$ ratios were 2.7:1 ( @DRUG$ . haemolytica ) and 2.4:1 ( P. multocida ) .	For serum , MBC : @DRUG$ ratios were 2.7:1 ( @DRUG$ . haemolytica ) and 2.4:1 ( P. multocida ) .	0
0	In vitro studies indicate that @DRUG$ has a high affinity for the human NK1 receptor of 0.66 nM and high selectivity over the human NK2 and NK3 subtypes of >1000-fold, as well as preferential affinity for human, guinea pig, gerbil and monkey NK1 receptors over rat, mouse and @DRUG$.	in vitro learn indicate that @DRUG$ has a high affinity for the human NK1 receptor of 0.66 nM and high selectivity over the human NK2 and NK3 subtypes of > 1000 - fold , as well as preferential affinity for human , french guinea sus scrofa , gerbille and monkey NK1 receptors over rat , mouse and @DRUG$ .	In vitro studies indicate that @DRUG$ has a high affinity for the NK1 gerbil receptor of 0.66 nM and high selectivity , the human and pig NK3 subtypes of > 1000 - fold , as well as preferential affinity for human , guinea NK2 , human and monkey NK1 receptors over rat over mouse and @DRUG$ .	In vitro studies indicate that @DRUG$ has a high affinity the human receptor of 0.66 nM high selectivity over the human NK2 and NK3 subtypes of > 1000 - fold , as well as preferential affinity for human guinea , gerbil and monkey NK1 receptors over rat , mouse and @DRUG$ .	Studies indicate that @DRUG$ binds to the human NK1 receptor with high affinity (0.66 nM) and high selectivity over the human NK2 and NK3 subtypes (more than 1000-fold), as well as preferential affinity for human, guinea pig, gerbil,	1
0	METHOD: 387 depressed perimenopausal and postmenopausal women aged 40 to 70 years were randomly assigned to placebo or @DRUG$ (100 or 200 @DRUG$/d at the discretion of the investigator) in an 8-week, flexible-dose trial conducted from September 2006 to June 2008.	METHOD : 387 depressed perimenopausal and postmenopausal women aged xl to 70 years were randomly assigned to placebo or @DRUG$ ( 100 or 200 @DRUG$ / d at the discretion of the investigator ) in an eighter from decatur - hebdomad , elastic - dose trial conducted from September 2006 to june 2008 .	METHOD : 387 depressed perimenopausal and postmenopausal 2006 ( 40 to 70 years from randomly assigned conducted placebo or @DRUG$ aged 100 or 200 @DRUG$ / d at the discretion of the investigator ) 8 an in - week , flexible - dose trial to were September women to June 2008 .	METHOD 387 depressed and postmenopausal women 40 to 70 years were randomly to placebo or @DRUG$ ( 100 or 200 @DRUG$ / d at the discretion of investigator ) in 8 - week , flexible - dose trial conducted from September 2006 to June 2008 .	387 depressed perimenopausal and postmenopausal women aged 40 to 70 years were randomly assigned to placebo or @DRUG$ ( 100 or 200 @DRUG$ / d at the discretion of the investigator ) in an 8 - week , flexible - dose trial conducted from September 2006 to June 2008 .	0
0	Gas chromatographic quantification revealed the following high enflurane concentrations: blood: 130 @DRUG$/@DRUG$-1, brain: 350 mg/l-1, and subcutaneous fat: 100 mg/l-1.	gun chromatographical quantification revealed the following high enflurane concentrations : blood : 130 @DRUG$ / @DRUG$ - single , brain : 350 mg / l- single , and subcutaneous fat : 100 mg /l-1 .	and chromatographic : revealed the following high enflurane concentrations : blood : 130 @DRUG$ / @DRUG$ - 1 , brain quantification 350 mg / l- 1 , Gas 100 fat : subcutaneous mg /l-1 .	Gas chromatographic quantification revealed the following high enflurane concentrations : blood : 130 @DRUG$ / @DRUG$ - 1 , brain : 350 mg / l- 1 , and subcutaneous fat : 100 mg /l-1 .	Gas chromatographic quantification revealed the following high enflurane concentrations : blood : 130 @DRUG$ / @DRUG$ - 1 , brain : 350 mg / l- 1 , and subcutaneous fat : 100 mg /l-1 ."DRUGA is more concentrated in	0
0	@DRUG$ microparticles expose negatively charged @DRUG$, they can bind and assemble the procoagulant enzyme-cofactor complexes.	@DRUG$ microparticles expose negatively charged @DRUG$ , they can bind and set up the procoagulant enzyme-cofactor complexes .	@DRUG$ microparticles expose negatively charged @DRUG$ assemble they can bind and , the procoagulant enzyme-cofactor complexes .	@DRUG$ microparticles expose negatively @DRUG$ , they can bind and assemble the procoagulant enzyme-cofactor complexes .	@DRUG$ microparticles expose negatively charged @DRUG$. DRUGA can bind and assemble the procoagulant enzyme-cofactor complexes.	0
0	RESULTS: Oxybutynin, propiverine, @DRUG$, the respective metabolites DEOB, @DRUG$-P-4(N-->O) and 5-HM, and darifenacin inhibited in concentration dependent fashion specific [(3)H]NMS binding in homogenates of the human bladder and parotid gland as well as in membranes of CHO-K1 cell lines expressing human muscarinic M(1) to M(5) receptor subtypes.	ensue : Oxybutynin , propiverine , @DRUG$ , the respective metabolites DEOB , @DRUG$ -P-4 ( N -->O ) and 5 - HM , and darifenacin inhibited in tightness dependent way specific [ ( triad ) enthalpy ] NMS truss in homogenates of the human bladder and parotid gland as well as in membranes of CHO - K1 cell lines give tongue to human muscarinic M( 1 ) to M( 5 ) receptor subtypes .	RESULTS : Oxybutynin darifenacin propiverine NMS @DRUG$ cell the respective metabolites DEOB , @DRUG$ -P-4 ( N -->O ) and 5 - HM , parotid , inhibited in concentration dependent fashion specific [ the 3 and H ] , binding in homogenates of ( human bladder receptor ) gland as well as in membranes of CHO - K1 , lines expressing human muscarinic M( 1 ) to M( 5 ) and subtypes .	RESULTS : Oxybutynin , propiverine @DRUG$ the respective metabolites DEOB , @DRUG$ -P-4 ( N -->O ) and 5 - HM and darifenacin in concentration dependent fashion specific [ ( 3 ) H ] NMS binding homogenates of the bladder and parotid gland as well as in membranes of CHO K1 cell lines expressing human muscarinic M( 1 ) to M( 5 receptor subtypes .	Oxybutynin, propiverine, @DRUG$, the respective metabolites DEOB, @DRUG$-P-4 (N-->O), and 5-HM, and darifenacin inhibited in concentration dependent fashion specific [3H]NMS binding in hom	0
0	Epitestosterone glucuronidation is catalyzed mainly by UGT2B7, and the K(@DRUG$) of this reaction is significantly lower than the K(m) of UGT2B17 for @DRUG$.	Epitestosterone glucuronidation is catalyzed primarily by UGT2B7 , and the K( @DRUG$ ) of this chemical reaction is significantly lower than the K ( metre ) of UGT2B17 for @DRUG$ .	reaction glucuronidation is catalyzed mainly by UGT2B7 , significantly the K( @DRUG$ ) the this Epitestosterone is and lower than of K ( m ) of UGT2B17 for @DRUG$ .	is catalyzed mainly by UGT2B7 , and K( @DRUG$ of reaction is significantly lower than the K ( ) of UGT2B17 for @DRUG$ .	The rate at which @DRUG$ is converted to @DRUG$ is much slower than the rate at which DRUGB is converted to epitestosterone.	0
0	@DRUG$ inhibits the growth of breast cancer cells with intrinsic resistance to the EGFR @DRUG$ kinase inhibitor gefitinib.	@DRUG$ inhibits the emergence of breast cancer cells with intrinsic resistance to the EGFR @DRUG$ kinase inhibitor gefitinib .	@DRUG$ inhibits the growth the breast cancer cells with intrinsic resistance to of EGFR @DRUG$ kinase inhibitor gefitinib .	@DRUG$ inhibits the growth of breast with intrinsic resistance to EGFR @DRUG$ kinase inhibitor gefitinib .	@DRUG$ inhibits the growth of breast cancer cells that are resistant to the EGFR @DRUG$ kinase inhibitor gefitinib.	0
0	The chemotherapeutic agents @DRUG$ (Bn), diphenhydramine and @DRUG$ showed distinct synergism when tested in combination with Md.	The chemotherapeutic agents @DRUG$ ( Bn ) , diphenhydramine and @DRUG$ demo distinct synergy when tested in combination with Md .	The chemotherapeutic agents @DRUG$ in Bn ) , diphenhydramine synergism @DRUG$ showed distinct and when tested ( combination with Md .	The chemotherapeutic agents @DRUG$ ( Bn ) , diphenhydramine and @DRUG$ showed distinct synergism when tested in combination with Md .	The chemotherapeutic agents @DRUG$ ( Bn ) and @DRUG$ showed distinct synergism when tested in combination with Md .	0
0	Blood progesterone determinations, clinical observations and the results of breeding confirmed that K 11941, at doses of 2 @DRUG$ or larger, and @DRUG$, were effective and safe luteolysins; heat and ovulations occurred within the expected time intervals and fertility was satisfactory.	Blood progesterone determinations , clinical reflection and the results of breeding confirmed that K 11941 , at doses of 2 @DRUG$ or larger , and @DRUG$ , were effective and prophylactic luteolysins ; heat and ovulations occurred within the expected time time interval and birth rate was satisfactory .	Blood progesterone determinations observations clinical , and the results of breeding confirmed that K 11941 , at doses of 2 @DRUG$ or larger , and @DRUG$ , were effective and safe satisfactory ; heat and ovulations was within the expected intervals time and fertility occurred luteolysins .	Blood progesterone determinations clinical observations and the results of breeding confirmed that K 11941 , at doses 2 @DRUG$ or , and @DRUG$ , were and safe luteolysins ; heat and ovulations occurred within the expected time intervals and fertility was satisfactory .	@DRUG$ is effective and safe at doses of 2 or larger, and @DRUG$ is effective and safe at doses of 1 or larger.	0
0	We cover nicotine replacement therapy (NRT), antidepressants (bupropion and nortriptyline), nicotine receptor partial agonists (@DRUG$ and cytisine), anxiolytics, selective type 1 cannabinoid receptor antagonists (rimonabant), clonidine, lobeline, @DRUG$, mecamylamine, Nicobrevin, opioid antagonists, nicotine vaccines, and silver acetate.	We cover nicotine replacement therapy ( NRT ) , antidepressants ( bupropion and nortriptyline ) , nicotine receptor partial agonists ( @DRUG$ and cytisine ) , minor tranquillizer , selective type i cannabinoid receptor antagonists ( rimonabant ) , catapres , lobeline , @DRUG$ , mecamylamine , Nicobrevin , opioid antagonists , nicotine vaccines , and silverish acetate rayon .	We cover , replacement therapy ( partial ) , nicotine ( bupropion and nortriptyline ) NRT nicotine silver , agonists ( @DRUG$ and cytisine ) , anxiolytics , selective type 1 cannabinoid receptor antagonists ( rimonabant ) , clonidine , lobeline , @DRUG$ , mecamylamine antidepressants Nicobrevin , opioid antagonists , nicotine vaccines , and receptor acetate .	We cover nicotine replacement therapy NRT ) , antidepressants ( bupropion and nortriptyline ) , nicotine receptor partial agonists ( @DRUG$ and cytisine ) , anxiolytics , selective type 1 cannabinoid receptor antagonists ( rimonabant ) , clonidine , lobeline , @DRUG$ , mecamylamine , Nicobrevin , opioid antagonists , nicotine vaccines , and silver acetate .	@DRUG$ is a drug that is used to treat various conditions, including addiction to nicotine (via NRT), depression (via bupropion and nortriptyline), anxiety (via anxiolytics), and addiction to other drugs (via opioid antagonists).@DRUG$ is a	0
0	Between Feb 5, 2015, and Aug 16, 2016, 452 patients were randomly assigned to cefiderocol (n=303) or imipenem-cilastatin (n=149), of whom 448 patients (n=300 in the cefiderocol group; n=148 in the @DRUG$-@DRUG$ group) received treatment.	Between february 5 , 2015 , and Aug 16 , 2016 , 452 patients were willy nilly assigned to cefiderocol ( n=303 ) or imipenem - cilastatin ( n=149 ) , of whom 448 patients ( n=300 in the cefiderocol grouping ; n=148 in the @DRUG$ - @DRUG$ grouping ) meet discourse .	Between Feb 5 452 2015 , cilastatin Aug 16 , received , , patients were randomly assigned to cefiderocol ( n=303 ) or 2016 patients and ( n=149 ) , of whom 448 - ( n=300 in the cefiderocol group ; n=148 in the @DRUG$ - @DRUG$ group ) imipenem treatment .	Between Feb 5 , 2015 and Aug 16 , 2016 , 452 patients were randomly assigned to cefiderocol ( n=303 ) or - ( n=149 , of whom 448 patients ( n=300 in the cefiderocol ; n=148 in the @DRUG$ - @DRUG$ group ) received treatment .	452 patients were randomly assigned to cefiderocol ( n=303 ) or imipenem - cilastatin ( n=149 ) , of whom 448 patients ( n=300 in the cefiderocol group ; n=148 in the @DRUG$ - @DRUG$ group	0
1	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of brecanavir was synergistic with the effects of @DRUG$ and additive to the effects of zidovudine, tenofovir, dideoxycytidine, @DRUG$, adefovir, abacavir, lamivudine, and emtricitabine.	When brecanavir was tested in combination with nucleoside reverse rna polymerase inhibitor , the antiviral drug activity of brecanavir was interactive with the effects of @DRUG$ and additive to the effects of zidovudine , tenofovir , dideoxycytidine , @DRUG$ , adefovir , abacavir , lamivudine , and emtricitabine .	When brecanavir , tested in combination with nucleoside reverse transcriptase , inhibitors the antiviral activity of brecanavir was the with the effects of @DRUG$ and additive to synergistic effects of zidovudine , tenofovir was dideoxycytidine , @DRUG$ , adefovir , abacavir , lamivudine , and emtricitabine .	When brecanavir in combination with nucleoside reverse transcriptase , the antiviral activity of brecanavir was with the effects of @DRUG$ and additive to the effects of zidovudine , tenofovir , dideoxycytidine , @DRUG$ , adefovir abacavir , lamivudine , and emtricitabine .	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of brecanavir was synergistic with the effects of @DRUG$ and additive to the effects of @DRUG$.	0
0	Rifalazil-32-hydroxylation in microsomes was completely inhibited by CYP3A4-specific inhibitors (fluconazole, ketoconazole, miconazole, troleandomycin) and drugs metabolized by CYP3A4 such @DRUG$ @DRUG$ and clarithromycin, indicating that the enzyme responsible for the rifalazil-32-hydroxylation is CYP3A4.	Rifalazil-32-hydroxylation in microsome was completely stamp down by CYP3A4 - specific inhibitors ( fluconazole , ketoconazole , miconazole , troleandomycin ) and drug metabolized by CYP3A4 such @DRUG$ @DRUG$ and clarithromycin , indicating that the enzyme creditworthy for the rifalazil - 32 - hydroxylation is CYP3A4 .	Rifalazil-32-hydroxylation CYP3A4 rifalazil was completely inhibited by CYP3A4 - specific inhibitors ( fluconazole , ketoconazole , miconazole , troleandomycin ) in drugs metabolized by and such @DRUG$ @DRUG$ and clarithromycin , indicating - the enzyme responsible for the microsomes that 32 - hydroxylation is CYP3A4 .	Rifalazil-32-hydroxylation in microsomes was completely inhibited by CYP3A4 - specific inhibitors ( fluconazole , , miconazole , ) and drugs metabolized by CYP3A4 such @DRUG$ @DRUG$ and clarithromycin , indicating that the enzyme responsible for the rifalazil - - hydroxylation is CYP3A4 .	Rifalazil-32-hydroxylation in microsomes was completely inhibited by CYP3A4 - specific inhibitors ( fluconazole , ketoconazole , miconazole , troleandomycin ) and drugs metabolized by CYP3A4	1
0	@DRUG$ may be a promising drug, either alone or in combination with @DRUG$, to attenuate the progression of Alzheimer's disease.	@DRUG$ may be a foretell drug , either alone or in combination with @DRUG$ , to rarefy the progression of Alzheimer 's disease .	@DRUG$ may be in promising drug , either alone of a combination with @DRUG$ , to attenuate the progression or Alzheimer 's disease .	@DRUG$ may be a promising drug alone or in combination with @DRUG$ to the of Alzheimer 's disease .	@DRUG$ may be a promising drug to attenuate the progression of Alzheimer's disease, either alone or in combination with @DRUG$.	0
0	Results From the First-in-Human Study With @DRUG$, a Novel, Selective @DRUG$-1-Phosphate Receptor Modulator.	outcome From the First-in-Human Study With @DRUG$ , a Novel , Selective @DRUG$ -1 - Phosphate Receptor Modulator .	Results From the First-in-Human Study With @DRUG$ , a - , Selective @DRUG$ -1 Novel Phosphate Receptor Modulator .	Results From the Study With @DRUG$ , a , @DRUG$ -1 - Phosphate Receptor Modulator .	@DRUG$ is a novel, selective @DRUG$-1-phosphate receptor modulator.	0
0	In comparison to other metabolic conversions, such @DRUG$ testosterone to dihydrotestosterone and androstenedione to @DRUG$, it is unlikely that, in the human prostate, the adrenal androgen androstenedione contributes significantly to the formation of testosterone and, further, of dihydrotestosterone.	In comparison to other metabolic spiritual rebirth , such @DRUG$ testosterone to dihydrotestosterone and androstenedione to @DRUG$ , it is unconvincing that , in the human prostate , the adrenal androgen androstenedione contributes importantly to the constitution of testosterone and , further , of dihydrotestosterone .	In comparison to other metabolic , , such @DRUG$ testosterone to dihydrotestosterone and androstenedione to @DRUG$ , it formation unlikely that , in and human prostate testosterone the adrenal androgen androstenedione contributes significantly to the is of , the , further conversions of dihydrotestosterone .	In comparison to other metabolic conversions , such @DRUG$ testosterone to dihydrotestosterone and androstenedione to @DRUG$ , it is unlikely that , the human prostate , the adrenal contributes significantly to the formation of testosterone and , further , of dihydrotestosterone .	@DRUG$ testosterone is converted to dihydrotestosterone and androstenedione is converted to @DRUG$ in the human prostate. However, it is unlikely that androstenedione contributes significantly to the formation of testosterone and dihydrotestosterone.	0
0	In addition, the combination of @DRUG$ and @DRUG$ is well-tolerated and has the added advantage of rapid symptomatic relief.	In addition , the combining of @DRUG$ and @DRUG$ is well - tolerated and has the added advantage of speedy symptomatic relief .	the the , In combination of @DRUG$ and @DRUG$ is well - tolerated and has addition added advantage of rapid symptomatic relief .	In addition , the combination of @DRUG$ and @DRUG$ is well - tolerated and has the added advantage of rapid symptomatic relief .	The combination of @DRUG$ and @DRUG$ is well- tolerated and has the added advantage of rapid symptomatic relief.	0
1	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and/or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (@DRUG$, dexfenfluramine, phentermine and sibutramine), tricyclic derivatives (@DRUG$), phenylpropanolamine derivatives (ephedrin, phenylpropanolamine), phenylpropanolamine oxytrifluorphenyl derivative (fluoxetine), a naftilamine derivative (sertraline) and a lipstatine derivative (orlistat).	The authors present an all embracing review on the criteria for anti-obesity direction efficacy , on physiologic chemical mechanism that baffle central and / or peripheral device energy homeostasis ( nutrients , monoamines , and peptides ) , on beta- phenethylamine pharmacologic derivative agent ( @DRUG$ , dexfenfluramine , phentermine and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , phenylpropanolamine derivatives ( ephedrin , phenylpropanolamine ) , phenylpropanolamine oxytrifluorphenyl derivative ( fluoxetine ) , a naftilamine derivative ( sertraline ) and a lipstatine derivative ( orlistat ) .	The pharmacological present an extensive review on the phenylpropanolamine for anti-obesity management efficacy , ) physiological mechanisms that regulate central and fluoxetine or peripheral energy homeostasis dexfenfluramine nutrients , monoamines , and peptides ) , on beta- phenethylamine authors derivative ) ( @DRUG$ , ( , phentermine and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , phenylpropanolamine derivatives ( ephedrin , phenylpropanolamine ) , criteria on derivative ( / ) , a naftilamine derivative ( sertraline agents and a lipstatine derivative ( orlistat oxytrifluorphenyl .	The authors present an extensive review on the criteria for anti-obesity management efficacy , on physiological that central and / or peripheral energy homeostasis ( nutrients , monoamines , and ) , beta- phenethylamine pharmacological derivative agents ( @DRUG$ , dexfenfluramine , phentermine and ) , tricyclic derivatives ( @DRUG$ ) , phenylpropanolamine derivatives ( ephedrin , phenylpropanolamine ) phenylpropanolamine oxytrifluorphenyl derivative ( fluoxetine ) , a naftilamine derivative ( sertraline ) and lipstatine derivative ( orlistat .	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and / or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (@DRUG$, dexf	1
0	In patients receiving 175 @DRUG$/@DRUG$(2) paclitaxel, the incidence of severe toxicity increased with escalation of the STA-4783 dose above 263 mg/m(2), and 438 mg/m(2) was the maximum tolerated dose.	In patient role receiving 175 @DRUG$ / @DRUG$ ( deuce ) paclitaxel , the incidence of severe toxicity increased with escalation of the STA - 4783 superman above 263 mg / m ( deuce ) , and 438 mg / m ( deuce ) was the uttermost tolerated superman .	In patients receiving 175 @DRUG$ / @DRUG$ ( 2 ) paclitaxel mg the incidence and severe toxicity increased with escalation , the STA - 4783 dose above tolerated of / m ( 2 ) , of 438 mg / m ( 2 ) was the maximum 263 dose .	In patients receiving 175 @DRUG$ / @DRUG$ ( 2 paclitaxel , the incidence of severe toxicity increased with escalation of STA - 4783 dose above 263 mg ( 2 ) , and 438 mg / m ( 2 was maximum dose .	The incidence of severe toxicity increased with escalation of the STA-4783 dose above 263 mg/m2, and 438 mg/m2 was the maximum tolerated dose.	1
0	Synthesis of @DRUG$ from @DRUG$ in retina neurons protects photoreceptors from oxidative stress.	Synthesis of @DRUG$ from @DRUG$ in retina neurons protects photoreceptors from oxidative strain .	Synthesis stress @DRUG$ from @DRUG$ in retina neurons protects photoreceptors from oxidative of .	Synthesis of @DRUG$ from @DRUG$ in retina neurons protects photoreceptors from oxidative stress .	@DRUG$ is synthesized from @DRUG$ in retina neurons, and this synthesis protects photoreceptors from oxidative stress.	0
0	Relative to FTC + TDF, FTC GMR, and 90% CI were 127 (115 to 140) for AUCtau, 121 (107 to 137) for Cmax, and 126 (118 to 136) for Ctau; tenofovir (TFV) GMR and 90% CI were 118 (114 to 122), 130 (122 to 138), and 124 (119 to 129) for AUCtau, Cmax, and Ctau, respectively, with @DRUG$/COBI 150 @DRUG$/FTC/TDF.	congenator to ftc + TDF , ftc GMR , and xc % hundred and one were 127 ( cxv to  ) for AUCtau , 121 ( 107 to 137 ) for Cmax , and 126 ( 118 to 136 ) for Ctau ; tenofovir ( TFV ) GMR and xc % hundred and one were 118 ( 114 to 122 ) ,  ( 122 to 138 ) , and 124 ( 119 to 129 ) for AUCtau , Cmax , and Ctau , severally , with @DRUG$ / COBI  @DRUG$ / ftc / TDF .	Relative to FTC + TDF , FTC GMR , and 90 % CI were ) ( 115 to 140 for ) AUCtau , 121 ( 107 to 137 ) ) Cmax , 136 126 ( 118 to Ctau 127 for and to tenofovir for TFV ) GMR Ctau 90 % CI were 118 ( 114 to 122 for , 130 , 122 ; 138 ) , and 124 ( 119 to 129 ) ( AUCtau , Cmax ( and and , respectively , with @DRUG$ / COBI 150 @DRUG$ / FTC / TDF .	Relative to + TDF , FTC GMR , and % CI were ( 115 to 140 ) for , 121 ( 107 to 137 ) for Cmax , 126 ( 118 to ) Ctau ; tenofovir ( TFV ) GMR and 90 % CI were 118 ( 114 ) , 130 122 to 138 ) ( 119 to ) for AUCtau , Cmax , and Ctau , , with @DRUG$ / COBI 150 @DRUG$ / FTC / TDF .	For AUCtau, Cmax, and Ctau, @DRUG$ was approximately 150% as potent as @DRUG$.	0
0	Compared with the effects of placebo, @DRUG$ significantly decreased the incidence of vomiting but not signs of nausea in dogs administered @DRUG$.	Compared with the effects of placebo , @DRUG$ importantly decreased the incidence of vomiting but not signs of sickness in dogs administered @DRUG$ .	the with Compared effects of placebo , @DRUG$ but decreased the incidence of vomiting significantly not signs of nausea in dogs administered @DRUG$ .	Compared with the effects of placebo , @DRUG$ significantly decreased the incidence of vomiting but signs of nausea in dogs administered @DRUG$ .	@DRUG$ significantly decreases the incidence of vomiting but not signs of nausea in dogs administered @DRUG$.	0
0	The @DRUG$ was the case with the reversible noncompetitive NMDA receptor antagonists @DRUG$, dextrorphan, amitriptyline and desipramine.	The @DRUG$ was the case with the two sided noncompetitive NMDA receptor antagonists @DRUG$ , dextrorphan , elavil and desipramine .	and @DRUG$ was , case with the reversible noncompetitive NMDA receptor antagonists @DRUG$ , dextrorphan the amitriptyline The desipramine .	The @DRUG$ was the case with the reversible noncompetitive NMDA receptor antagonists @DRUG$ , dextrorphan , amitriptyline desipramine .	The @DRUG$ was the case with the reversible noncompetitive NMDA receptor antagonists @DRUG$, dextrorphan, amitriptyline and desipramine.	0
0	@DRUG$ (Requip((R)), GlaxoSmithKline) is a @DRUG$ agonist that was the first medication approved by the US Food and Drug Administration (FDA) for the treatment of moderate-to-severe primary RLS.	@DRUG$ ( Requip ( ( universal gas constant ) ) , GlaxoSmithKline ) is a @DRUG$ agonist that was the first medication ok by the US Food and Drug Administration ( FDA ) for the treatment of chasten - to- grievous primary RLS .	@DRUG$ ( Requip ( ( R ) ) , - ) is a @DRUG$ agonist severe was the first medication approved by the US Food FDA Drug Administration ( and ) for the treatment of moderate GlaxoSmithKline to- that primary RLS .	@DRUG$ ( Requip ( ( R ) ) , GlaxoSmithKline is @DRUG$ agonist that first medication by US Food and Administration ( FDA for the treatment of moderate - to- severe primary RLS .	@DRUG$ is a medication that interacts with @DRUG$ to produce a therapeutic effect.	0
1	NSAID-triptan combinations, @DRUG$, non-opioid combination analgesics (acetaminophen, ASA, and caffeine), and several anti-emetics (metoclopramide, @DRUG$, and prochlorperazine) are additional evidence-based options.	NSAID -triptan combinations , @DRUG$ , non-opioid combination analgesics ( acetaminophen , ASA , and caffeine ) , and various anti-emetics ( metoclopramide , @DRUG$ , and prochlorperazine ) are extra tell - based options .	, -triptan combinations , @DRUG$ , non-opioid combination additional ( acetaminophen NSAID ) , and caffeine ASA , and several anti-emetics ( metoclopramide , @DRUG$ , and prochlorperazine ) are analgesics evidence - based options .	NSAID -triptan combinations , @DRUG$ , combination analgesics , ASA , and caffeine ) , and several anti-emetics ( metoclopramide , @DRUG$ , and prochlorperazine ) are additional evidence - based options .	NSAID -triptan combinations , @DRUG$ , non-opioid combination analgesics ( acetaminophen , ASA , and caffeine ) , and several anti-emetics ( metoclopramide , @DRUG$ , and prochlorperazine ) are additional evidence - based options	0
0	The few studies showed an antimicrobic effectiveness of beeswax against overall Staphylococcus aureus, Salmonella enterica, Candida albicans and Aspergillus niger; these inhibitory effects are enhanced synergistically with other natural products such @DRUG$ honey or @DRUG$ oil.	The few contemplate showed an antimicrobic effectiveness of beeswax against overall Staphylococcus aureus , Salmonella enterica , candida albicans and genus aspergillus niger ; these inhibitory effects are heighten synergistically with other natural products such @DRUG$ honey or @DRUG$ oil .	The ; other showed an antimicrobic effectiveness of beeswax against overall Staphylococcus aureus few Salmonella enterica , Candida albicans and Aspergillus niger , these inhibitory effects natural enhanced synergistically with studies are products such @DRUG$ honey or @DRUG$ oil .	The studies an antimicrobic effectiveness of beeswax against Staphylococcus aureus , Salmonella enterica , Candida and Aspergillus niger ; these inhibitory effects enhanced synergistically with other natural products @DRUG$ honey or @DRUG$ oil .	The few studies showed that beeswax is effective against Staphylococcus aureus, Salmonella enterica, Candida albicans, and Aspergillus niger. These inhibitory effects are enhanced synergistically with other natural products such as honey or oil.	1
0	An automated system using on-line solid-phase extraction (SPE) high-performance liquid chromatography (HPLC) with ultraviolet (UV) detection was developed for the determination of tetracyclines (TCs), such as @DRUG$ (TC), oxytetracycline (OTC), chlortetracycline (CTC), metacycline (MC), and doxycycline (DC) in @DRUG$.	an automated arrangement using on - line solid- phase angle extraction ( SPE ) high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was highly developed for the determination of tetracyclines ( TCs ) , such as @DRUG$ ( trusteeship council ) , hydroxytetracycline ( OTC ) , chlortetracycline ( CTC ) , metacycline ( MC ) , and doxycycline ( DC ) in @DRUG$ .	An automated system the on - line solid- phase tetracyclines ( SPE ) high - performance liquid chromatography ( HPLC ) with TC ( UV ) detection was developed for using determination of extraction ( TCs ) , ( as @DRUG$ ( ultraviolet ) , oxytetracycline ( OTC ) , chlortetracycline such CTC ) , metacycline ( MC ) , and doxycycline ( DC ) in @DRUG$ .	system on line solid- phase extraction ( ) - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was developed for the of tetracyclines ( TCs ) , such as @DRUG$ ( TC , oxytetracycline ( OTC ) chlortetracycline ( CTC ) , metacycline ( MC ) , and doxycycline ( DC ) in @DRUG$ .	An automated system using on - line solid- phase extraction ( SPE ) high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was developed for the determination of tetracyclines ( TCs ) , such as @DRUG$ ( TC ) , oxytetracy	1
0	IMMOBILIZATION OF CAPTIVE NUBIAN IBEX (CAPRA NUBIANA) WITH BUTORPHANOL-MIDAZOLAM-MEDETOMIDINE OR BUTORPHANOL-@DRUG$-MEDETOMIDINE AND @DRUG$ REVERSAL.	immobilisation OF CAPTIVE NUBIAN IBEX ( CAPRA NUBIANA ) WITH BUTORPHANOL-MIDAZOLAM -MEDETOMIDINE OR BUTORPHANOL-@DRUG$ -MEDETOMIDINE AND @DRUG$ REVERSAL .	BUTORPHANOL-@DRUG$ OF CAPTIVE NUBIAN IBEX ( CAPRA NUBIANA ) WITH BUTORPHANOL-MIDAZOLAM -MEDETOMIDINE OR IMMOBILIZATION -MEDETOMIDINE AND @DRUG$ REVERSAL .	IMMOBILIZATION OF CAPTIVE NUBIAN IBEX ( CAPRA NUBIANA WITH BUTORPHANOL-MIDAZOLAM -MEDETOMIDINE OR BUTORPHANOL-@DRUG$ -MEDETOMIDINE AND @DRUG$ REVERSAL	The immobilization of captive Nubian ibex with butorphanol-midazolam -medetomidine or butorphanol-druga -medetomidine and drugb reversal.	1
1	Data have shown that the hypnotic efficacy of @DRUG$ is generally comparable to that of the benzodiazepines flunitrazepam, flurazepam, nitrazepam, temazepam and @DRUG$ as well as nonbenzodiazepine hypnotic agents such as zopiclone and trazodone in the treatment of elderly and adult patients with insomnia.	Data have shown that the hypnotic efficacy of @DRUG$ is in the main comparable to that of the benzodiazepines flunitrazepam , flurazepam , nitrazepam , temazepam and @DRUG$ as well as nonbenzodiazepine hypnotic factor such as zopiclone and trazodone in the treatment of older and big patients with insomnia .	Data have shown that the hypnotic efficacy of @DRUG$ zopiclone generally comparable to that of the benzodiazepines flunitrazepam , flurazepam and , nitrazepam of and @DRUG$ as well as nonbenzodiazepine hypnotic agents such as is , trazodone in the treatment temazepam elderly and adult patients with insomnia .	have shown that the hypnotic efficacy of @DRUG$ is generally comparable to that of the benzodiazepines flunitrazepam flurazepam , nitrazepam , temazepam and @DRUG$ as well as nonbenzodiazepine hypnotic agents such as zopiclone and trazodone in the treatment of elderly and adult patients with insomnia .	Data have shown that the hypnotic efficacy of @DRUG$ is generally comparable to that of the benzodiazepines flunitrazepam, flurazepam, nitrazepam, temazepam and @DRUG$ as well as nonbenzodiazepine hypnotic agents	0
0	Tamoxifen (TAM), used @DRUG$ the endocrine therapy of choice for breast cancer, undergoes metabolism primarily forming N-desmethyltamoxifen, @DRUG$, alpha-hydroxytamoxifen, and tamoxifen-N-oxide (TNO).	Tamoxifen ( TAM ) , used @DRUG$ the endocrine therapy of selection for titty cancer , undergoes metabolism in the main forming N-desmethyltamoxifen , @DRUG$ , alpha-hydroxytamoxifen , and tamoxifen-N-oxide ( TNO ) .	Tamoxifen ( cancer ) , used @DRUG$ the endocrine therapy of choice for breast TAM , undergoes and primarily forming N-desmethyltamoxifen , @DRUG$ , alpha-hydroxytamoxifen , tamoxifen-N-oxide metabolism ( TNO ) .	Tamoxifen ( TAM ) , used @DRUG$ endocrine therapy of choice for breast cancer , undergoes metabolism primarily forming N-desmethyltamoxifen , @DRUG$ , alpha-hydroxytamoxifen , and tamoxifen-N-oxide ( TNO .	Tamoxifen ( TAM ), used @DRUG$ the endocrine therapy of choice for breast cancer, undergoes metabolism primarily forming N-desmethyltamoxifen, @DRUG$, alpha-hydroxytamoxifen, and tamoxifen-N-oxide	0
1	CONCLUSION: @DRUG$ 3500 IU showed more anti-Xa activity and higher anti-Xa: anti-IIa relationship than @DRUG$ 4000 IU in healthy volunteers.	close : @DRUG$ 3500 IU showed more anti-Xa activity and high anti-Xa : anti-IIa relationship than @DRUG$ 4000 IU in healthy volunteers .	CONCLUSION anti-Xa @DRUG$ 3500 IU showed more : activity and higher anti-Xa : anti-IIa relationship than @DRUG$ 4000 IU in volunteers healthy .	CONCLUSION : @DRUG$ 3500 IU showed more anti-Xa activity and higher anti-Xa : anti-IIa relationship than @DRUG$ 4000 IU in healthy volunteers	@DRUG$ showed more anti-Xa activity and a higher anti-Xa : anti-IIa relationship than @DRUG$.	0
0	We performed simulations with a pharmacokinetic/pharmacodynamic model using T helper cell counts and endogenous cortisol @DRUG$ biomarkers for the effects of @DRUG$.	We execute simulations with a pharmacokinetic / pharmacodynamic model using T helper cell counts and endogenous cortef @DRUG$ biomarkers for the effects of @DRUG$ .	We performed simulations endogenous a pharmacokinetic / pharmacodynamic model using T helper with counts and cell cortisol @DRUG$ biomarkers for the effects of @DRUG$ .	We performed simulations a pharmacokinetic / pharmacodynamic model using T helper cell counts and endogenous cortisol @DRUG$ biomarkers for the effects of @DRUG$ .	We used a computer model to simulate how the levels of T cells and cortisol changed when people took @DRUG$ .	1
0	Second, in patients with combined hypertension and angina pectoris, fixed doses of labetalol (200 mg twice daily) gave the same blood pressure values, effort tolerance, and nitrate usage @DRUG$ did @DRUG$ 100 mg once daily in a double-blind, double-dummy, crossover study.	endorse , in affected role with combined hypertension and angina pectoris pectoris , fixed doses of labetalol ( 200 mg twice day after day ) gave the same blood coerce values , effort tolerance , and nitrate usage @DRUG$ did @DRUG$ 100 mg once day after day in a double - blind , double - dummy , crossover study .	Second , in patients doses combined mg and angina pectoris a fixed with of pressure ( 200 hypertension twice daily ) gave the same blood labetalol values , effort tolerance nitrate and , usage @DRUG$ did @DRUG$ 100 mg once daily in , double - blind , double - dummy , crossover study .	Second , in patients with hypertension and angina pectoris doses of labetalol ( 200 mg twice daily ) gave the same blood pressure values , effort tolerance , and nitrate usage @DRUG$ did @DRUG$ 100 mg once daily in a double - blind , double - , crossover study .	Second, in patients with combined hypertension and angina pectoris, fixed doses of labetalol (200 mg twice daily) gave the same blood pressure values, effort tolerance, and nitrate usage @DRUG$ did @DRUG$ 100 mg once daily in a double-blind, double-	0
0	The combination of SR49059 and each drug progressively blocked: (1) rewarding behavior @DRUG$ measured by @DRUG$ in terms of time spent in drug-paired compartment; (2) prosocial effects measured on the basis of the time spent in the proximity of a nacre fish picture; and (3) anxiolytic effects in terms of the time spent in the upper half of the novel tank and in the white compartment of the tank used for the light-dark test.	The combination of SR49059 and each dose progressively blocked : ( single ) rewarding behavior @DRUG$ measured by @DRUG$ in terms of time spent in drug-paired compartment ; ( 2 ) prosocial effects measured on the fundament of the time spent in the proximity of a mother of pearl pisces characterization ; and ( 3 ) minor tranquilizer effects in terms of the time spent in the upper half of the novel tank and in the white compartment of the tank use for the light - dark test .	The combination of SR49059 and each on progressively blocked : ( 1 ) rewarding behavior @DRUG$ measured by @DRUG$ in terms of time spent in drug-paired compartment ; ( ; ) prosocial effects 3 drug the basis of the novel spent in the proximity of a nacre fish picture 2 and ( measured ) anxiolytic the in terms of the time spent in the upper half of effects - tank and in the white compartment of the tank used for the light time dark test .	The combination of SR49059 and each drug progressively blocked : ( 1 ) rewarding behavior @DRUG$ measured by @DRUG$ in terms of time spent in drug-paired compartment ; ( 2 ) effects measured on basis of the time spent in the proximity of a picture ; and ) anxiolytic effects in terms of the time spent in the upper of the novel tank the white compartment of the tank used for the light - dark test .	The combination of SR49059 and each drug progressively blocked the rewarding behavior of @DRUG$, measured by @DRUG$ in terms of time spent in the drug-paired compartment; the prosocial effects of DRUGA, measured on the basis of the time spent in the proximity of a n	0
0	METHODS: Dogs were randomly assigned to one of two groups: Group M received @DRUG$ (1.0 mg kg(-1) ) and Group S received 0.9% saline (0.1 mL kg(-1) ) intravenously 45-60 minutes before premedication with hydromorphone (0.1 mg kg(-1) ) and @DRUG$ (0.03 mg kg(-1) ) intramuscularly.	method acting : Dogs were randomly ascribe to one of two mathematical group : Group M received @DRUG$ ( 1.0 atomic number  kg ( - 1 ) ) and Group S received 0.9 % saline ( 0.1 mL kg ( - 1 ) ) intravenously  - threescore moment before premedication with hydromorphone ( 0.1 atomic number  kg ( - 1 ) ) and @DRUG$ ( 0.03 atomic number  kg ( - 1 ) ) intramuscularly .	- : mg were randomly S to one of two groups : Group before received @DRUG$ ( 1 mg kg 0.03 - 1 ) ) and Group assigned received 0.9 % saline ( 0.1 mL kg ( - 1 M ) intravenously 45 - 60 minutes ) premedication with hydromorphone ( 0.1 mg kg ( - 1 ) ) and @DRUG$ ( ( Dogs kg ( METHODS 1.0 ) ) intramuscularly .	METHODS : Dogs were randomly assigned to one of two groups : Group M received @DRUG$ ( 1.0 mg kg ( - 1 ) ) and Group S received 0.9 % ( 0.1 mL kg ( - 1 ) ) intravenously - 60 minutes before premedication with hydromorphone ( 0.1 mg kg ( - 1 ) ) and @DRUG$ 0.03 mg kg ( 1 ) ) intramuscularly .	Group M received @DRUG$ ( 1.0 mg kg ( - 1 ) ) and Group S received 0.9 % saline ( 0.1 mL kg ( - 1 ) ) intravenously 45 - 60 minutes before premedication with hydromorphone ( 0.1 mg kg ( -	1
0	@DRUG$, methanol-water (1:1), and methanol-@DRUG$ (1:1) were tested as extraction media.	@DRUG$ , methanol-water ( 1:1 ) , and wood alcohol - @DRUG$ ( 1:1 ) were tested as extraction spiritualist .	@DRUG$ , methanol-water ( 1:1 ) , and methanol - @DRUG$ 1:1 ( ) were tested as extraction media .	@DRUG$ , ( 1:1 ) and methanol - @DRUG$ ( were tested as extraction media .	@DRUG$ and @DRUG$ were both tested as extraction media.	0
0	Selective adenosine receptor agonists have several advantages for use as stress agents in conjunction with myocardial perfusion imaging compared to the non selective agents such @DRUG$ adenosine and @DRUG$.	selective adenosine sense organ agonists have several advantages for use as stress agents in junction with myocardial perfusion imaging compared to the non selective agents such @DRUG$ adenosine and @DRUG$ .	Selective adenosine receptor stress have as advantages for use several agonists agents in conjunction with selective perfusion imaging compared to the non myocardial agents such @DRUG$ adenosine and @DRUG$ .	adenosine receptor agonists have advantages for use stress agents conjunction with myocardial perfusion imaging compared to the non selective such @DRUG$ adenosine and @DRUG$ .	Selective adenosine receptor agonists (such as @DRUG$) have several advantages over the non selective agents (such as @DRUG$) for use as stress agents in conjunction with myocardial perfusion imaging.	0
0	Results from a small number of short term (4 to 6 weeks) comparative studies in a total of 320 evaluable elderly patients with major depression, suggest that trazodone at therapeutic doses is superior to placebo and as effective @DRUG$ amitriptyline, imipramine, fluoxetine and @DRUG$ in relieving depressive symptoms.	Results from a low number of short term ( 4 to 6 weeks ) relative studies in a total of 320 evaluable elderly patient role with major depression , suggest that trazodone at therapeutic doses is superior to placebo and as effective @DRUG$ amitriptyline , imipramine , sarafem and @DRUG$ in relieving depressive symptom .	Results from a small number of short term ( placebo to 6 weeks ) comparative studies in a total imipramine 320 evaluable elderly doses with major depression , suggest trazodone relieving at therapeutic patients is superior to 4 and as effective @DRUG$ amitriptyline , of , fluoxetine and @DRUG$ in that depressive symptoms .	Results from a number short term ( 4 6 weeks comparative studies in a total of 320 evaluable patients with major depression , suggest that trazodone at therapeutic doses is superior to placebo and as effective @DRUG$ amitriptyline , imipramine , fluoxetine and @DRUG$ in relieving depressive symptoms .	Trazodone is superior to placebo and as effective as amitriptyline, imipramine, fluoxetine in relieving depressive symptoms.	1
0	This study aimed to characterise the pharmacokinetics of @DRUG$, a pan-human epidermal growth factor receptor @DRUG$ kinase inhibitor, and its metabolite, PF-05199265, in healthy Chinese subjects.	This study aimed to qualify the pharmacokinetics of @DRUG$ , a pan-human cuticular growth factor receptor @DRUG$ kinase inhibitor , and its metabolite , PF -05199265 , in healthy Chinese subject field .	This study to aimed characterise the pharmacokinetics of @DRUG$ growth a pan-human epidermal in factor receptor @DRUG$ kinase inhibitor , and its metabolite , PF -05199265 , , healthy Chinese subjects .	This study aimed to characterise the pharmacokinetics of @DRUG$ , a pan-human epidermal growth factor receptor @DRUG$ kinase inhibitor , and its metabolite , PF -05199265 , in healthy Chinese subjects .	The study aimed to determine how @DRUG$ and its metabolite, PF-05199265, are absorbed, distributed, metabolized, and eliminated in healthy Chinese subjects.	1
0	On-column APPI LODs (at S/N = 3) were 83, 16, 17, 95, and 7 pg for enantiomer #1, and 104, 23, 19, 122, and 17 @DRUG$ for enantiomer #2 for benzoin, naringenin, mianserin, mephenesin, and @DRUG$, respectively, on a Waters ZQ.	On-column APPI LODs ( at S/N = 3 ) were lxxxiii , 16 , seventeen , ninety five , and 7 pg for enantiomer # 1 , and 104 , twenty three ,  , 122 , and seventeen @DRUG$ for enantiomer # 2 for benzoin , naringenin , mianserin , mephenesin , and @DRUG$ , severally , on a Waters ZQ .	On-column APPI # ( 122 S/N = 3 , were 83 LODs 23 , 17 , 95 , and 7 pg for enantiomer , 1 , and 104 , 16 ) respectively , at , and 17 @DRUG$ for enantiomer # 2 for benzoin , naringenin , mianserin , mephenesin , and @DRUG$ , 19 , on a Waters ZQ .	On-column APPI LODs ( S/N = 3 were 83 , 16 17 , 95 , and 7 pg for # 1 and 104 , 23 , 19 , 122 , and 17 @DRUG$ for enantiomer # 2 for benzoin naringenin , , mephenesin , and @DRUG$ , respectively , on Waters .	For every 83 pg of @DRUG$, there is also 16 pg of @DRUG$.""For every 104 pg of DRUGA, there is also 23 pg of DRUGB.""For every 122 pg of DRUGA, there is also 19 pg of DR	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, @DRUG$, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and @DRUG$ of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic fertilizer solvents ( polyethylene glycol ccc , polyethylene glycol cd , ethanol , propylene glycol , glycerin , N-methyl -  - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor EL , Cremophor hypothalamic releasing factor 40 , Cremophor hypothalamic releasing factor threescore , d-alpha-tocopherol polyethylene glycol k succinate , polysorbate xx , polysorbate fourscore , Solutol hydrogen 15 , sorbitan monooleate , @DRUG$ , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of PEG ccc , cd , or 1750 ) , water - indissoluble lipids ( castor oil , indian corn oil , cottonseed oil , olea europaea oil , peanut oil , eucalyptus amygdalina oil , safflower oil , benni oil , soybean oil , hydrogenated vegetable fossil oil , hydrogenated soybean oil , and @DRUG$ of coconut oil and palm seed oil ) , organic fertilizer liquid state / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- concatenation mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of ) available oral and injectable solution formulations reveals that the solubilizing excipients acid oil - soluble oil solvents ( oil glycol 300 , - glycol 400 , ethanol , propylene oil , glycerin , N-methyl - 2 - , , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 / d-alpha-tocopherol polyethylene glycol 1000 , , polysorbate 20 , polysorbate , , Solutol HS 15 , sorbitan monooleate , @DRUG$ 80 Labrafil M-1944CS , 400 M-2125CS , Labrasol , hydrogenated 44/14 , Softigen 767 , mono- and and , acid esters of PEG 300 , Labrafil , or 1750 ) , water - insoluble lipids ( castor oil , corn glycol di-fatty liquids oil , olive oil , peanut , , peppermint oil , safflower various , sesame water , soybean oil , Gellucire vegetable oils pyrrolidone hydrogenated soybean oil , and @DRUG$ succinate coconut oil and palm seed oil commercially organic beta-cyclodextrin cottonseed , semi-solids ( beeswax , d-alpha-tocopherol of oleic include , medium- chain mono- and diglycerides ) , polyethylene cyclodextrins ( alpha-cyclodextrin , organic , hydroxypropyl- beta-cyclodextrin , and sulfobutylether polyethylene beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents polyethylene glycol 300 , polyethylene glycol 400 , , propylene , , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , @DRUG$ , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( castor oil , corn , cottonseed oil , olive oil , peanut , peppermint oil , safflower oil sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean , and @DRUG$ coconut oil and palm seed oil ) , organic liquids semi-solids ( beeswax , d-alpha-tocopherol acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and - beta-cyclodextrin ) , and phospholipids soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Over the past 60 years, @DRUG$ has been successfully utilized in ophthalmic surgery and is now being implemented in dermatosurgery @DRUG$ well as in other surgical disciplines.	Over the past 60 years , @DRUG$ has been successfully utilized in ophthalmic operating theater and is now being implemented in dermatosurgery @DRUG$ well as in other operative disciplines .	is years past 60 the , @DRUG$ has been successfully utilized in ophthalmic surgery and Over now being implemented in dermatosurgery @DRUG$ well as in other surgical disciplines .	Over the past years , @DRUG$ has been successfully utilized in ophthalmic surgery and is now being implemented in dermatosurgery @DRUG$ well as in other disciplines .	@DRUG$ has been used successfully in ophthalmic surgery for many years, and is now being used in dermatosurgery and other surgical disciplines.	1
0	A control tripeptide, @DRUG$-glutamyl-L-histidyl-@DRUG$, had no significant effect.	vitamin a control tripeptide , @DRUG$ - glutamyl-L-histidyl -@DRUG$ , had no significant effect .	A control tripeptide effect @DRUG$ - glutamyl-L-histidyl -@DRUG$ , had no significant , .	A , @DRUG$ - -@DRUG$ , had no significant effect .	A control tripeptide, @DRUG$ - glutamyl-L-histidyl -@DRUG$, had no significant effect.	0
0	The main pharmacokinetic properties with the test and reference formulations were as follows: C(max), 417.4 (107.6) and 414.8 (95.1) ng/mL, respectively (P = NS); median (range) T(max), 0.63 (0.25-1.0) and 0.75 (0.5-1.5) hours (P = 0.035); AUC(0-t), 2033.6 (564.9) and 1992.0 (483.3) @DRUG$/mL/h (@DRUG$ = NS); AUC(0-infinity), 2285.4 (597.7) and 2215.2 (604.0) ng/mL/h (P = NS); and t(1/2), 6.9 (4.2) and 6.1 (5.2) hours (P = NS).	The primary pharmacokinetic prop with the quiz and reference expression were as come : C( max ) , 417.4 ( 107.6 ) and 414.8 ( 95.1 ) ng / millilitre , severally ( phosphorus = n ) ; median value ( mountain range ) T( max ) , 0.63 ( 0.25 - 1.0 ) and 0.75 ( 0.5 - 1.5 ) hours ( phosphorus = 0.035 ) ; united self defense force of colombia ( 0-t ) , 2033.6 ( 564.9 ) and 1992.0 ( 483.3 ) @DRUG$ / mL/h ( @DRUG$ = n ) ; united self defense force of colombia ( 0 - eternity ) , 2285.4 ( 597.7 ) and 2215.2 ( 604.0 ) ng / mL/h ( phosphorus = n ) ; and t ( 1/2 ) , 6.9 ( 4.2 ) and 6.1 ( 5.2 ) hours ( phosphorus = n ) .	max main pharmacokinetic properties with the ( and reference formulations were as follows : C( max ) , 417.4 ) ; ) and 414.8 ( 95.1 6.1 ng / mL , ; ( t = NS ) ; median ( ) ) ( The ) , 0.63 ( 0.25 - 1.0 ) and 0.75 ( 0.5 - 1.5 ) hours ( P ) 0.035 ( respectively AUC ( 0-t ) , 2033.6 ( 564.9 = and 1992.0 ) 483.3 ) @DRUG$ / mL/h ( @DRUG$ = NS range ; AUC ( 0 - infinity ) ) 2285.4 ( 597.7 ) and 2215.2 ( 604.0 ) ng / mL/h T( P 107.6 NS ) = and P ( 1/2 ( , 6.9 ( 4.2 ) and , test 5.2 ) hours ( P = NS ) .	The pharmacokinetic properties with the test and reference formulations were as follows : C( max ) , 417.4 107.6 ) and 414.8 ( 95.1 ng / , respectively ( P = NS ) median range ) T( max , 0.63 ( 0.25 - 1.0 ) and 0.75 ( 0.5 - 1.5 ) hours ( = 0.035 ) ; AUC ( 0-t ) , 2033.6 ( 564.9 ) and 1992.0 ( ) @DRUG$ / mL/h ( @DRUG$ = NS ) AUC ( 0 - infinity ) , 2285.4 ( 597.7 ) and 2215.2 ( ) ng / mL/h ( P = NS ) ; and t 1/2 ) , 6.9 ( 4.2 ) and 5.2 ) hours ( = NS ) .	The main pharmacokinetic properties with the test and reference formulations were as follows : C( max ) , 417.4 ( 107.6 ) and 414.8 ( 95.1 ) ng / mL, respectively ( P = NS ) ; median ( range ) T( max ) , 0.	1
0	OBJECTIVE: To compare the pharmacokinetics of @DRUG$ and procaine in racehorses following i.@DRUG$. administration of penicillin G procaine (PGP) with pharmacokinetics following i.m. administration of penicillin G potassium and procaine hydrochloride (PH).	OBJECTIVE : To equate the pharmacokinetics of @DRUG$ and ethocaine in racehorses adopt i.@DRUG$ . administration of penicillin G ethocaine ( PGP ) with pharmacokinetics adopt i.m. administration of penicillin G potassium and ethocaine hydrochloride ( PH ) .	penicillin : To compare the of of @DRUG$ and procaine in racehorses following i.@DRUG$ . administration of OBJECTIVE procaine procaine ( PGP ) with pharmacokinetics following i.m. administration pharmacokinetics penicillin G potassium and G hydrochloride ( PH ) .	OBJECTIVE : To compare the pharmacokinetics of @DRUG$ and procaine in racehorses following i.@DRUG$ . administration of penicillin G procaine ( ) with following i.m. administration of penicillin G potassium and procaine hydrochloride ( PH ) .	The pharmacokinetics of @DRUG$ are compared to those of procaine following administration of penicillin G procaine ( PGP ) with pharmacokinetics following administration of penicillin G potassium and procaine hydrochloride ( PH ) .	1
0	It is included in creams @DRUG$ a stabilizer and in @DRUG$ as the counter ion of theophylline.	It is included in creams @DRUG$ a stabilizer and in @DRUG$ as the counter ion of elixophyllin .	It is included in creams @DRUG$ a stabilizer and in @DRUG$ as ion counter the of theophylline .	It is included in creams @DRUG$ a stabilizer and in @DRUG$ as counter ion of	@DRUG$ is a stabilizer in @DRUG$, and DRUGB is the counter ion of theophylline.	0
0	For more sensitive bacterial organisms, 15 @DRUG$/kg @DRUG$.o. may also be effective.	For more sensitive bacterial being , 15 @DRUG$ / kg @DRUG$ .o. may also be effective .	For more .o. bacterial organisms , 15 @DRUG$ / kg @DRUG$ sensitive may also be effective .	For more sensitive bacterial , 15 @DRUG$ / kg @DRUG$ .o. may also be effective .	For more sensitive bacterial organisms, 15 @DRUG$ / kg @DRUG$ .o. may also be effective.	0
1	@DRUG$ was the first anti-PD-1 antibody to be approved by the US Food and Drug Administration for the treatment of patients with unresectable or metastatic melanoma with disease progression following @DRUG$, and if BRAF (V600) mutation positive, a BRAF inhibitor.	@DRUG$ was the first anti-PD - 1 antibody to be approved by the usa food for thought and Drug government for the treatment of patients with unresectable or metastatic melanoma with disease progression following @DRUG$ , and if BRAF ( V600 ) genetic mutation positive , a BRAF inhibitor .	@DRUG$ patients the first anti-PD - 1 antibody positive be approved and the US Food by Drug Administration for the treatment of was with unresectable or with melanoma metastatic disease progression following @DRUG$ , and if BRAF ( V600 ) mutation to , a BRAF inhibitor .	@DRUG$ was the first anti-PD - 1 antibody to be approved by the US Food and Drug Administration for the treatment of patients with unresectable or metastatic melanoma disease progression following @DRUG$ , and if BRAF ( ) mutation positive , a inhibitor .	@DRUG$ is a drug that is used to treat patients with melanoma who have progressed following treatment with @DRUG$ . If the patient has a BRAF mutation, then they may also be treated with a BRAF inhibitor.	0
0	Repellents containing DEET (N,N-diethyl-@DRUG$-toluamide, also known @DRUG$ N,N-diethyl-3-methylbenzamide) are the most effective and most widely used.	Repellents contain DEET ( N, N - diethyl - @DRUG$ - toluamide , likewise known @DRUG$ N , N - diethyl - 3 - methylbenzamide ) are the most effective and most wide used .	Repellents containing DEET ( N, N - diethyl - @DRUG$ - toluamide , most known @DRUG$ N , - - diethyl - 3 N methylbenzamide ) are the effective most and also widely used .	Repellents containing ( N, N - diethyl - @DRUG$ - toluamide , also known @DRUG$ N , N - diethyl - 3 - methylbenzamide ) are the most effective and most widely .	Repellents containing DEET are the most effective and most widely used.	1
1	In another randomized, double-blind, prophylaxis trial in premature infants, the rate of survival without bronchopulmonary dysplasia at 28 days of age in @DRUG$ recipients was not inferior to that in recipients of @DRUG$, a porcine-derived surfactant.	In some other randomized , double - blind , prophylaxis test in previous infants , the rate of survival without bronchopulmonary dysplasia at xxviii days of age in @DRUG$ recipients was not inferior to that in recipients of @DRUG$ , a porcine-derived surfactant .	28 In double , randomized - blind , prophylaxis trial in premature infants , without rate of survival the bronchopulmonary dysplasia at another days of age in @DRUG$ recipients was not inferior to that in recipients of @DRUG$ , a porcine-derived surfactant .	In another randomized , double - blind , prophylaxis trial in premature infants , the rate of without bronchopulmonary dysplasia at 28 days of age in @DRUG$ recipients was not inferior to that in recipients of @DRUG$ , a porcine-derived surfactant .	The rate of survival without bronchopulmonary dysplasia at 28 days of age in @DRUG$ recipients was not inferior to that in recipients of @DRUG$.	0
0	Bowel movement (BM) frequency was significantly greater for psyllium (3.5 BM/week) vs. @DRUG$ (2.9 BM/week) in treatment week 2 (P = 0.02), with no significant difference (@DRUG$ > 0.05) between treatment groups in treatment week 1 (3.3 vs. 3.1 BM/week).	gut movement ( fecal matter ) frequency was significantly greater for psyllium ( 3.5 fecal matter / calendar week ) vs. @DRUG$ ( 2.9 fecal matter / calendar week ) in intervention calendar week 2 ( p = 0.02 ) , with no significant difference ( @DRUG$ > 0.05 ) between intervention radical in intervention calendar week 1 ( 3.3 vs. 3.1 fecal matter / calendar week ) .	week movement ( BM Bowel in was significantly greater for psyllium ( 3.5 BM / ) ) vs. @DRUG$ ( 2.9 BM / week ) in treatment week 2 ( P = treatment ) , with no significant difference ( @DRUG$ > 0.05 ) between treatment groups frequency 0.02 / 1 ( 3.3 vs. 3.1 BM week week ) .	Bowel movement BM ) frequency was significantly greater for psyllium ( 3.5 BM week ) @DRUG$ 2.9 BM / week ) in week 2 ( P = 0.02 ) , with no significant difference ( @DRUG$ > 0.05 ) between treatment groups in treatment week 1 ( 3.3 vs. 3.1 BM / week ) .	There was a significant difference in bowel movement frequency between psyllium and @DRUG$ in week 2, with psyllium having a greater frequency. However, there was no significant difference between treatment groups in week 1.	1
0	Coadministration with other HIV-1 PIs continues to be studied.The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$-administer fosamprenavir and fosamprenavir plus ritonavir with many other commonly co-prescribed medications, such @DRUG$ gastric acid suppressants, HMG-CoA reductase inhibitors, antibacterials and antifungal agents.	Coadministration with other hiv -1 PIs continues to be studied . The blanket fosamprenavir and amprenavir clinical do drugs interaction information allow guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus ritonavir with many other commonly co-prescribed medications , such @DRUG$ gastric caustic suppressants , HMG - CoA reductase inhibitors , antibacterials and antifungal agents .	Coadministration with agents HIV -1 PIs . fosamprenavir be studied continues The extensive to and amprenavir clinical drug interaction information provides other commonly how to @DRUG$ - administer fosamprenavir and fosamprenavir plus ritonavir with many other on co-prescribed medications , such @DRUG$ gastric acid suppressants , HMG - CoA reductase inhibitors , antibacterials and antifungal guidance .	Coadministration with other HIV PIs continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus ritonavir with many other commonly co-prescribed medications , such gastric acid suppressants , HMG - CoA reductase inhibitors , antibacterials and antifungal agents .	Coadministration with other HIV -1 PIs continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus ritonav	1
0	To determine which of possible glutathione conjugate transporters (MRP2, MRP4, BCRP or RLIP76) is responsible for the secretion of glutathione conjugates, we used benzbromarone, a MRP inhibitor, and @DRUG$ and @DRUG$, two allosteric MRP2 activators.	To determine which of possible glutathione conjugate solution transporters ( MRP2 , MRP4 , BCRP or RLIP76 ) is responsible for the secretion of glutathione conjugate solution , we used benzbromarone , a MRP inhibitor , and @DRUG$ and @DRUG$ ,  allosteric MRP2 activator .	To determine which is possible glutathione conjugate transporters ( , MRP2 MRP4 , BCRP or of ) RLIP76 responsible for the secretion of glutathione conjugates , we used benzbromarone , a MRP inhibitor , and @DRUG$ and @DRUG$ , two allosteric MRP2 activators .	To determine which of possible glutathione conjugate transporters ( MRP2 , MRP4 , BCRP or RLIP76 ) is responsible for the secretion of glutathione conjugates , we used benzbromarone , a MRP inhibitor , and @DRUG$ and @DRUG$ , two allosteric MRP2 activators .	We used benzbromarone, a MRP inhibitor, and @DRUG$ and @DRUG$, two allosteric MRP2 activators, to determine which of possible glutathione conjugate transporters (MRP2, MRP4, BCRP or RL	0
0	Across dose ranges, rosuvastatin reduced total cholesterol significantly more (@DRUG$ <0.001) than all comparators and triglycerides significantly more (p <0.001) than simvastatin and @DRUG$.	crossways dot ranges , rosuvastatin reduced total cholesterol significantly more ( @DRUG$ < 0.001 ) than all comparators and triglyceride significantly more ( p < 0.001 ) than simvastatin and @DRUG$ .	Across dose ranges , rosuvastatin reduced total cholesterol significantly significantly ( @DRUG$ more 0.001 ) than comparators all and triglycerides more < ( p < 0.001 ) than simvastatin and @DRUG$ .	Across dose ranges , reduced cholesterol significantly more ( @DRUG$ < 0.001 ) than all comparators and triglycerides more ( p < 0.001 ) than simvastatin @DRUG$ .	Rosuvastatin was more effective than all comparators at reducing cholesterol levels, and it was more effective than simvastatin at reducing triglyceride levels.	1
0	On the contrary, medazepam and @DRUG$ showed extremely low affinities and @DRUG$ showed no affinity, although they showed moderate in vivo activity.	On the contrary , medazepam and @DRUG$ showed extremely blue affinities and @DRUG$ showed no affinity , although they showed middle of the roader in vivo activity .	in the contrary , medazepam and @DRUG$ showed extremely low affinities On @DRUG$ showed no affinity , although they showed moderate and vivo activity .	On the contrary , medazepam and @DRUG$ showed extremely low affinities and @DRUG$ showed no affinity , they showed moderate in vivo activity .	Medazepam and @DRUG$ showed extremely low affinities (they didn't bind well), while @DRUG$ showed no affinity (it didn't bind at all), although they showed moderate in vivo activity (they were moderately effective in vivo).	0
1	We have used this procedure to study the pharmacokinetics and metabolism of @DRUG$ in female FVB mice, receiving 2.5, 10, or 33 @DRUG$/kg of docetaxel by i.v. injection.	We have used this subroutine to study the pharmacokinetics and metamorphosis of @DRUG$ in female FVB mice , receiving 2.5 , 10 , or thirty three @DRUG$ / kg of docetaxel by i.v. injection .	, have used this procedure to study the pharmacokinetics and by of @DRUG$ in female FVB mice of receiving 2.5 , 10 , or 33 @DRUG$ / kg We docetaxel metabolism i.v. injection .	We used this procedure to study the pharmacokinetics metabolism of @DRUG$ in FVB mice receiving 2.5 , , 33 @DRUG$ kg of docetaxel by i.v. injection .	We have used this procedure to study the pharmacokinetics and metabolism of @DRUG$ in female FVB mice, receiving 2.5, 10, or 33 @DRUG$/kg of docetaxel by i.v. injection.	0
0	In 110 patients during first week of life mean C0.5h was 10.5 @DRUG$/@DRUG$.	In 110 patients during first week of animation mean C0.5h was 10.5 @DRUG$ / @DRUG$ .	In C0.5h patients during first week of life mean 110 was 10.5 @DRUG$ / @DRUG$ .	In 110 patients during first week of life mean C0.5h was 10.5 @DRUG$ / @DRUG$ .	For every 10.5 units of @DRUG$, there is 1 unit of @DRUG$.	0
0	It has been reported that @DRUG$ triphosphate (IP3) formation and intracellular Ca2+ are involved in the 5-HT- @DRUG$ well as ACh-induced current and that intracellular injection of either 50 pmol IP3 or 50 pmol Ca2+ mimics the 5-HT-induced current.	information technology has been reported that @DRUG$ triphosphate ( IP3 ) formation and intracellular Ca2 + are involved in the cinque - HT - @DRUG$ well as ACh - induced electric current and that intracellular shot of either 50 pmol IP3 or 50 pmol Ca2 + mimic the cinque - HT - induced electric current .	It has been or that @DRUG$ triphosphate ( IP3 ) formation and intracellular current - are involved in the 5 - HT - @DRUG$ well as ACh + pmol current and that intracellular injection of either 50 induced IP3 reported 50 the Ca2 + mimics pmol 5 - HT - induced Ca2 .	has been reported that @DRUG$ triphosphate ( IP3 formation and intracellular Ca2 + involved in the 5 - HT - @DRUG$ well as ACh - induced current and that injection of either pmol IP3 or 50 pmol Ca2 + mimics the 5 - HT - induced current .	It has been reported that @DRUG$ triphosphate ( IP3 ) formation and intracellular Ca2 + are involved in the 5 - HT - @DRUG$ well as ACh - induced current and that intracellular injection of either 50 pmol IP3 or 50 pmol Ca	0
0	Fe absorption was based on the erythrocyte incorporation of stable isotopes ((57)@DRUG$ and (58)Fe) 14 @DRUG$ after the intake of labelled test meals of infant cereal (study 1) or yoghurt drink (study 2).	Fe absorption was free base on the erythrocyte incorporation of stable isotopes ( ( 57 ) @DRUG$ and ( 58 ) Fe ) 14 @DRUG$ after the aspiration of labelled test meals of infant cereal ( study 1 ) or yogurt drink ( study ii ) .	14 absorption ( based on the meals incorporation of stable isotopes ( was 57 ) @DRUG$ and ( 58 ) Fe infant Fe @DRUG$ after the intake of labelled test erythrocyte of ) cereal ( study 1 ) or yoghurt drink ( study 2 ) .	Fe absorption was based on the erythrocyte incorporation of stable isotopes ( 57 ) @DRUG$ and ( 58 ) Fe ) 14 @DRUG$ after the intake of labelled test meals of infant cereal ( study 1 ) or yoghurt drink study 2 .	Fe absorption was based on the erythrocyte incorporation of stable isotopes ( ( 57 ) @DRUG$ and ( 58 ) Fe ) 14 @DRUG$ after the intake of labelled test meals of infant cereal ( study 1 ) or yoghurt drink ( study 2 ) ."In	0
0	Therefore, we investigated the effect of @DRUG$ and D-@DRUG$-Pro-Arg-chloromethylketone (PPACK) on desmoteplase-induced fibrinolysis.	thence , we enquire the effect of @DRUG$ and D-@DRUG$ - Pro-Arg-chloromethylketone ( PPACK ) on desmoteplase - induced fibrinolysis .	desmoteplase , we investigated the effect of @DRUG$ Therefore D-@DRUG$ - Pro-Arg-chloromethylketone ( PPACK ) on and - induced fibrinolysis .	Therefore , we investigated the effect of @DRUG$ and D-@DRUG$ - PPACK ) on - induced fibrinolysis	We looked at how @DRUG$ and D-@DRUG$ (a drug that is similar to DRUGA) affected desmoteplase (a drug that helps break down blood clots) induced fibrinolysis (a process that helps break down blood clots).	0
0	Evaluation of @DRUG$ @DRUG$ a chemosterilant against fruit flies of the genus Anastrepha (Diptera: Tephritidae).	Evaluation of @DRUG$ @DRUG$ a chemosterilant against yield flies of the genus Anastrepha ( Diptera : Tephritidae ) .	Evaluation ( @DRUG$ @DRUG$ a chemosterilant against fruit flies of the genus Anastrepha of Diptera : Tephritidae ) .	Evaluation of @DRUG$ @DRUG$ a chemosterilant against fruit flies of genus ( Diptera : Tephritidae ) .	@DRUG$ is a chemosterilant against fruit flies of the genus Anastrepha.	1
0	A multiclass/multiresidue method has been developed and validated for the determination of 21 veterinary drug residues in shrimp, including sulfonamides (sulfadiazine, sulfamerazine, sulfamethazine, sulfachloropyridazine, sulfadimethoxine, and sulfaquinoxaline); tetracyclines (@DRUG$, tetracycline, and chlortetracycline); (fluoro)quinolones (norfloxacin, ciprofloxacin, @DRUG$, sarafloxacin, difloxacin, flumequine, oxolinic acid, and nalidixic acid); and cationic dyes (malachite green, gentian violet, leucomalachite green, and leucogentian violet), using HPLC/MS/MS.	A multiclass / multiresidue method acting has been modernise and validated for the decision of twenty one veterinary drug residues in shrimp , including sulfonamides ( sulfadiazine , sulfamerazine , sulfamezathine , sulfachloropyridazine , sulfadimethoxine , and sulfaquinoxaline ) ; achromycin ( @DRUG$ , tetracycline , and aureomycin ) ; ( fluoro ) quinolones ( norfloxacin , ciprofloxacin , @DRUG$ , sarafloxacin , difloxacin , flumequine , oxolinic acid , and nalidixic acid ) ; and cationic dyes ( malachite greens , gentian violet , leucomalachite greens , and leucogentian violet ) , using HPLC / one thousand / one thousand .	A multiclass / multiresidue method has HPLC developed and / ( sulfamerazine determination validated 21 veterinary ( residues in shrimp , including sulfonamides ( sulfadiazine , the , sulfamethazine , sulfachloropyridazine using sulfadimethoxine , and sulfaquinoxaline ) ; tetracyclines ( @DRUG$ , tetracycline , and chlortetracycline ) ; drug fluoro ) quinolones for norfloxacin , ciprofloxacin , @DRUG$ , sarafloxacin , difloxacin , flumequine , oxolinic acid , and nalidixic acid ) ; and cationic dyes ( malachite green , gentian violet , , green , and been violet ) leucomalachite , leucogentian of MS / MS .	A multiclass multiresidue method has been developed and validated for the determination of 21 veterinary drug in shrimp , including sulfonamides ( sulfadiazine sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine , and sulfaquinoxaline ) ; tetracyclines ( @DRUG$ , tetracycline , and ) ; ( fluoro ) quinolones ( norfloxacin , ciprofloxacin , @DRUG$ , sarafloxacin , difloxacin , flumequine , oxolinic acid , and nalidixic acid ) ; and cationic dyes ( malachite , gentian violet , leucomalachite green , and leucogentian violet ) , using HPLC / MS / MS	A multiclass / multiresidue method has been developed and validated for the determination of 21 veterinary drug residues in shrimp , including sulfonamides ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine ,	1
0	The tolerability profile of caspofungin was similar to that of fluconazole and superior to that of amphotericin B deoxycholate and liposomal amphotericin B. Therefore, in the appropriate indications, @DRUG$ is a viable alternative to amphotericin B deoxycholate, @DRUG$ or fluconazole.	The tolerability visibility of caspofungin was alike to that of fluconazole and superior to that of amphotericin B deoxycholate and liposomal amphotericin B . Therefore , in the appropriate indications , @DRUG$ is a feasible alternate to amphotericin B deoxycholate , @DRUG$ or fluconazole .	The tolerability profile of caspofungin superior similar to the of fluconazole B was to that of amphotericin B deoxycholate and liposomal amphotericin and . deoxycholate , in that appropriate indications , @DRUG$ is a viable alternative to amphotericin B Therefore , @DRUG$ or fluconazole .	The tolerability profile of caspofungin was similar to that fluconazole and to that of amphotericin B deoxycholate and liposomal amphotericin B . Therefore , in appropriate indications , is a viable to amphotericin B deoxycholate , @DRUG$ or .	Caspofungin is just as tolerable as fluconazole and better than amphotericin B deoxycholate and liposomal amphotericin B . Therefore, in the appropriate indications, caspofungin can be a viable alternative to amphotericin B deoxych	1
1	The results support dosing @DRUG$ on a once every 2 weeks or once every 3 weeks dosing schedule on a @DRUG$/kg basis.	The results defend dosing @DRUG$ on a once every two weeks or once every 3 weeks dosing schedule on a @DRUG$ / kg basis .	The results support dosing @DRUG$ on a 3 once 2 weeks or every every once weeks dosing schedule on a @DRUG$ / kg basis .	results dosing @DRUG$ on a once every 2 weeks or once every weeks dosing schedule on a @DRUG$ / kg basis .	@DRUG$ should be dosed on a schedule of once every 2 weeks or once every 3 weeks, depending on the weight of the patient.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-@DRUG$, @DRUG$-alpha-dimyristoylphosphatidylglycerol).	A review of commercially uncommitted oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene diol 300 , polyethylene diol 400 , fermentation alcohol , propene diol , glycerine , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene diol 1000 succinate , polysorbate 20 , polysorbate  , Solutol HS  , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of thole 300 , 400 , or 1750 ) , water - indissoluble lipoid ( genus castor oil color , maize oil color , cottonseed oil color , olea europaea oil color , goober pea oil color , peppermint oil color , safflower oil color , sesame oil color , soybean oil color , hydrogenated veggie oil color , hydrogenated soybean oil color , and medium- range triglycerides of coconut oil color and palm seed oil color ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- range mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soja phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha- @DRUG$ , @DRUG$ -alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially and oral and , solution formulations reveals that the glycol excipients include water - soluble solvents Gellucire ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol N-methyl poloxamer glycol , glycerin corn pyrrolidone - 2 , , , liquids injectable available dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene solubilizing 1000 succinate , polysorbate 20 , polysorbate soybean , Solutol HS 15 - sorbitan peppermint , ( oil , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol and organic 44/14 , Softigen 767 , , mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( castor oil , , oil , cottonseed oil , olive 407 , peanut , , monooleate oil , safflower oil , sesame oil , 80 oil , hydrogenated vegetable oils , hydrogenated soybean oil oil and medium- chain triglycerides of coconut oil and palm seed oil ) , organic dimethylacetamide , semi-solids , beeswax , d-alpha-tocopherol ( oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) / and phospholipids propylene hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha- @DRUG$ , @DRUG$ -alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially and injectable solution formulations reveals that the solubilizing excipients include water - organic polyethylene glycol 300 , polyethylene glycol 400 , , propylene glycol glycerin , N-methyl - 2 pyrrolidone , dimethylacetamide and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( castor corn oil cottonseed oil , olive oil , peanut oil , peppermint oil , safflower , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean , and medium- chain triglycerides of oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol oleic acid , medium- chain mono- and diglycerides ) , cyclodextrins ( , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( soy phosphatidylcholine , , L-alpha- @DRUG$ , @DRUG$ -alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
1	@DRUG$ AUC is increased by CYP3A inhibitors ranging from 1.5-fold for @DRUG$ 180 mg once daily to 3.9-fold for ketoconazole 200 mg twice daily.	@DRUG$ AUC is increased by CYP3A inhibitors ranging from 1.5 - fold for @DRUG$ one hundred eighty mg once daily to 3.9 - fold for ketoconazole two hundred mg twice daily .	@DRUG$ AUC is increased 3.9 CYP3A inhibitors ranging from by - fold for @DRUG$ 180 mg once daily to 1.5 - fold for ketoconazole 200 mg twice daily .	@DRUG$ AUC is increased by CYP3A inhibitors ranging from 1.5 - fold for @DRUG$ 180 mg once daily to 3.9 - fold for ketoconazole 200 mg twice .	The amount of @DRUG$ in a person's bloodstream is increased by CYP3A inhibitors, which can range from 1.5 - fold for @DRUG$ 180 mg once daily to 3.9 - fold for ketoconazole 200 mg twice daily .	0
1	Selective 5-HT3 receptor antagonists (ondansetron, @DRUG$, tropisetron) are widely utilized to control emesis induced by chemotherapy and radiation, while agonists at 5-HT4 receptors (@DRUG$, renzapride, BIMU compounds) are endowed with gastrointestinal prokinetic action.	selective 5 - HT3 sense organ antagonists ( ondansetron , @DRUG$ , tropisetron ) are widely utilized to control emesis stimulate by chemotherapy and radiation , while agonists at 5 - HT4 receptors ( @DRUG$ , renzapride , BIMU combine ) are endowed with gastrointestinal prokinetic action .	Selective 5 - emesis receptor antagonists ( ondansetron , @DRUG$ , tropisetron gastrointestinal are widely utilized to control HT3 induced by - and radiation , while agonists at 5 chemotherapy HT4 receptors ) @DRUG$ , renzapride , BIMU compounds ) are endowed with ( prokinetic action .	Selective 5 - receptor antagonists ondansetron , @DRUG$ , tropisetron are widely utilized to induced by chemotherapy and radiation , while agonists at 5 - HT4 receptors ( @DRUG$ , renzapride , BIMU compounds ) are endowed gastrointestinal prokinetic action .	Selective 5 - HT3 receptor antagonists ( ondansetron , @DRUG$ ) are widely utilized to control emesis induced by chemotherapy and radiation , while agonists at 5 - HT4 receptors ( @DRUG$ ) are endowed with gastrointestinal prokinetic action .	0
0	METHODS: 334 patients >65 years with sitting systolic blood pressure (sitSBP) > or = 160 mmHg and diastolic blood pressure (sitDBP) 90-114 mmHg were randomized to 12 weeks of double-blind treatment with eprosartan, 600-800 @DRUG$ once daily (o.d.) or @DRUG$ (5-20 mg o.d.), with flexible dose titration to lower systolic blood pressure below 140 mmHg.	METHODS : 334 patients >  years with sitting systolic blood pressure ( sitSBP ) > or = 160 mmHg and diastolic blood pressure ( sitDBP ) 90 - 114 mmHg were randomised to  weeks of double - blind treatment with eprosartan , 600 - 800 @DRUG$ once daily ( o.d. ) or @DRUG$ ( 5 - xx atomic number  o.d. ) , with flexile sexually transmitted disease titration to lower systolic blood pressure below 140 mmHg .	METHODS : 334 patients > 65 years blood ) systolic dose pressure ( sitSBP ) > or = 160 mmHg were diastolic blood pressure ( sitDBP to 90 - 114 systolic and randomized sitting 12 weeks of with - blind treatment with eprosartan , 600 - 800 @DRUG$ once daily ( o.d. ) or @DRUG$ ( 5 - 20 mg o.d. ) , double flexible with titration to lower mmHg blood pressure below 140 mmHg .	METHODS : 334 patients > years with sitting systolic blood pressure ( sitSBP ) > or 160 mmHg and diastolic blood pressure ( sitDBP ) 90 114 mmHg were randomized to 12 weeks of double - treatment with eprosartan , 600 - 800 once daily ( o.d. ) or @DRUG$ ( 5 - 20 mg ) , with flexible dose titration to lower systolic blood pressure below mmHg .	Eprosartan was found to be more effective than @DRUG$ in reducing sitting systolic blood pressure below 140 mmHg in patients > 65 years with sitting systolic blood pressure > or = 160 mmHg and diastolic blood pressure 90 - 114 mmHg.	1
0	We assigned the women 1000 mg @DRUG$ and 400 IU vitamin E (RRR alpha @DRUG$; n=1199) or matched placebo (n=1205) daily from the second trimester of pregnancy until delivery.	We assigned the women 1000 mg @DRUG$ and 400 IU vitamin E ( RRR alpha @DRUG$ ; n=1199 ) or correspond placebo ( n=1205 ) everyday from the second spare of pregnancy until delivery .	We assigned women the 1000 mg @DRUG$ and 400 IU vitamin E ( RRR alpha @DRUG$ ; n=1199 ) or matched placebo ( n=1205 second daily of the ) trimester from pregnancy until delivery .	the women mg @DRUG$ and 400 vitamin E ( alpha @DRUG$ ; n=1199 ) or matched placebo ( n=1205 ) daily from the second trimester of pregnancy until delivery .	We gave some women @DRUG$ (a drug) and vitamin E (@DRUG$), while others received a placebo (a dummy pill).	0
0	@DRUG$ is an @DRUG$-type CaA with high affinity for [3H]nitrendipine binding sites (Ki = 0.21 nmol/l).	@DRUG$ is an @DRUG$ - type CaA with high affinity for [ 3H ] nitrendipine binding website ( Ki = 0.21 nmol / lambert ) .	@DRUG$ is with @DRUG$ - type CaA an high ( for [ 3H ] nitrendipine binding sites affinity Ki = 0.21 nmol / l ) .	@DRUG$ is an @DRUG$ - type CaA with high affinity for [ 3H ] nitrendipine binding sites ( Ki = 0.21 nmol l ) .	@DRUG$ is a type of CaA with high affinity for [ 3H ] nitrendipine binding sites ( Ki = 0.21 nmol / l ) .	1
0	@DRUG$/@DRUG$/Ritonavir: A Review in Chronic HCV Genotype 4 Infection.	@DRUG$ / @DRUG$ / Ritonavir : group a Review in Chronic HCV Genotype 4 Infection .	@DRUG$ / @DRUG$ / Ritonavir : A Review Genotype Chronic HCV in 4 Infection .	@DRUG$ / @DRUG$ / Ritonavir : Review in Chronic HCV Genotype 4 Infection .	@DRUG$ is a drug that is used to treat chronic HCV genotype 4 infection, and @DRUG$ is a drug that is used to treat HIV.	0
0	Lower plasma concentrations (<25 ng Eq of milnacipran/ml) of N-desethyl milnacipran and @DRUG$-@DRUG$ carbamoyl O-glucuronide metabolites were observed.	Lower plasma concentrations ( < 25 nanogram Eq of milnacipran / mil ) of N-desethyl milnacipran and @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolites were observed .	Lower observed concentrations ( < 25 ng metabolites of milnacipran / ml ) of N-desethyl milnacipran and @DRUG$ - @DRUG$ carbamoyl O-glucuronide Eq were plasma .	plasma concentrations ( 25 Eq of milnacipran ml ) of N-desethyl milnacipran and @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolites were observed .	Lower plasma concentrations ( < 25 ng Eq of milnacipran / ml ) of N-desethyl milnacipran and @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolites were observed when DRUGA was taken together with DRUGB	0
0	Prior to 1970, extracts and combination therapy with synthetic LT4 and LT3 were standard replacement until the peripheral deiodinase-mediated @DRUG$ to @DRUG$ conversion documented the endogenous generation of T3 from LT4 in athyreotic subjects.	Prior to 1970 , extracts and compounding therapy with semisynthetic LT4 and LT3 were standard replacement until the peripheral deiodinase -mediated @DRUG$ to @DRUG$ conversion documented the endogenic generation of T3 from LT4 in athyreotic subjects .	Prior to 1970 , extracts to combination therapy with synthetic LT4 and LT3 were standard replacement until the peripheral deiodinase -mediated @DRUG$ and @DRUG$ conversion generation LT4 endogenous documented of T3 from the in athyreotic subjects .	Prior 1970 , extracts and combination therapy with synthetic LT4 and LT3 were standard replacement until the peripheral deiodinase -mediated @DRUG$ to @DRUG$ conversion documented the endogenous of T3 from LT4 in athyreotic subjects .	Before 1970, people with thyroid problems were treated with extracts and synthetic thyroid hormones. But in 1970, scientists discovered that the body can convert LT4 into T3, so people with thyroid problems could be treated with just LT4.	1
1	Predefined exposure groups included the 3 coxibs available in the US during the study period (celecoxib, rofecoxib, and @DRUG$), as well as oral formulations of @DRUG$, ibuprofen, naproxen, and a composite of all other NSAIDs.	Predefined picture groups included the 3 coxibs useable in the the states during the study period ( celecoxib , rofecoxib , and @DRUG$ ) , as well as oral formulations of @DRUG$ , ibuprofen , naprosyn , and a composite of all other NSAIDs .	Predefined , groups included the 3 coxibs available in the US during the exposure a rofecoxib celecoxib , ( , and @DRUG$ ) , as well as oral formulations of @DRUG$ study ibuprofen , naproxen , and period composite of all other NSAIDs .	included the 3 coxibs available in the US during study period ( celecoxib , rofecoxib , and @DRUG$ ) , as well as oral formulations of @DRUG$ , ibuprofen , naproxen , and a composite of other .	The coxibs celecoxib, rofecoxib, and @DRUG$ were compared with ibuprofen, naproxen, and a composite of all other NSAIDs.	1
0	Dermatan sulfate was similar to heparan @DRUG$ with respect to its capacity to bind plasma proteins and its activation of protease, but differed from @DRUG$ and heparin in these properties.	Dermatan sulfate was similar to heparan @DRUG$ with respect to its mental ability to bind plasma protein and its activation of proteolytic enzyme , but differed from @DRUG$ and heparin in these properties .	Dermatan sulfate was similar to heparan @DRUG$ with respect to its from to bind these proteins and its activation of protease in but differed capacity @DRUG$ and heparin , plasma properties .	Dermatan sulfate was similar to heparan @DRUG$ with respect its capacity to bind plasma proteins and its activation of protease but differed from @DRUG$ and heparin in these properties .	Dermatan sulfate was similar to heparan sulfate with respect to its capacity to bind plasma proteins and its activation of protease, but differed from heparin in these properties.	1
0	Synthetic approaches to the most important representatives (compounds under clinical investigations or available on the market) are described, including valacyclovir, valganciclovir, @DRUG$, valcyclopropavir, @DRUG$, valopicitabine and several attempts to amino acid modifications of antiretroviral nucleosides.	Synthetic border on to the most important representatives ( compounds under clinical investigations or available on the market ) are described , let in valacyclovir , valganciclovir , @DRUG$ , valcyclopropavir , @DRUG$ , valopicitabine and various attempts to amino acid limiting of antiretroviral nucleosides .	Synthetic approaches valganciclovir the , important representatives ( compounds under clinical investigations or available and the market of are described , including valacyclovir most to , @DRUG$ , valcyclopropavir , @DRUG$ , valopicitabine on several attempts to amino acid modifications ) antiretroviral nucleosides .	Synthetic approaches to the most important representatives ( compounds under clinical investigations or available on the market ) are described , including valacyclovir , valganciclovir , @DRUG$ , valcyclopropavir , @DRUG$ , valopicitabine and several attempts to amino acid of antiretroviral nucleosides .	The synthetic approaches to creating the most important representatives (compounds under clinical investigation or available on the market) of these two drugs are described, including valacyclovir, valganciclovir, @DRUG$, valcyclopropavir, @DRUG$, and valopicit	0
0	Efforts to find reagents that can modulate plasma membrane reseal found that specific tri-block copolymers, such @DRUG$ poloxamer 188 (P188, or @DRUG$), can increase the structural stability and resealing of the plasma membrane.	cause to find reagents that can modulate plasma membrane reseal found that particular tri-block copolymer , such @DRUG$ poloxamer 188 ( P188 , or @DRUG$ ) , can increase the structural stability and resealing of the plasma membrane .	Efforts to find reagents that that modulate plasma membrane reseal found can specific tri-block copolymers , stability @DRUG$ poloxamer 188 ( P188 , the @DRUG$ ) , can increase or structural such and resealing of the plasma membrane .	Efforts to find can modulate plasma membrane reseal found that specific tri-block copolymers such @DRUG$ poloxamer 188 ( P188 , or @DRUG$ ) , can increase the stability and resealing of the plasma .	@DRUG$ can increase the structural stability and resealing of the plasma membrane when used in conjunction with @DRUG$.	0
0	Epidural methadone (0.1 mg kg(-1) ) (PM and TM) or the epidural combination methadone (0.1 mg kg(-1) )/@DRUG$ 0.75% (1.65 @DRUG$ kg(-1) ) (PRM and TRM) was administered after induction of anaesthesia.	epidural anaesthesia methadone ( 0.1 mg kg ( - i ) ) ( PM and TM ) or the epidural anaesthesia compounding methadone ( 0.1 mg kg ( - i ) ) / @DRUG$ 0.75 % ( 1.65 @DRUG$ kg ( - i ) ) ( PRM and TRM ) was administered after induction of anesthesia .	Epidural methadone TRM 0.1 mg epidural ( - 1 ) ) ( PM combination ) ) or the kg and methadone ( 0.1 mg kg ( - 1 ) ) / @DRUG$ 0.75 % ( 1.65 @DRUG$ kg ( after 1 ) ) ( PRM and ( TM was administered - induction of anaesthesia .	Epidural methadone ( 0.1 mg kg ( - 1 ) ) ( PM and TM ) or the epidural combination methadone ( 0.1 mg kg ( - 1 ) ) @DRUG$ 0.75 % ( 1.65 @DRUG$ kg ( - 1 ) ) ( PRM and TRM was administered after induction of anaesthesia .	Epidural methadone ( 0.1 mg kg ( - 1 ) ) ( PM and TM ) or the epidural combination methadone ( 0.1 mg kg ( - 1 ) ) / @DRUG$ 0.75 % ( 1.65 @DRUG$ kg ( - 1	0
0	@DRUG$ is approved in several countries (including the USA, the EU, Canada and Australia) for use in adult patients on @DRUG$ when the reversal of its anticoagulant effects is required for emergency surgery/procedures or in the event of life-threatening or uncontrolled bleeding.	@DRUG$ is approved in several countries ( including the USA , the EU , Canada and australia ) for use in adult patients on @DRUG$ when the reversion of its anticoagulant effects is required for emergency operating theater / subroutine or in the event of life-threatening or uncontrolled bleeding .	@DRUG$ is approved in procedures , ( including the USA countries the EU , life-threatening and required ) for use in adult patients on @DRUG$ when the reversal of its anticoagulant effects is Australia for emergency surgery / several or in the event of Canada or uncontrolled bleeding .	@DRUG$ is approved in several countries ( including USA , the , Canada and Australia ) for use adult patients on @DRUG$ when the reversal of its anticoagulant effects is required emergency surgery procedures or the event of life-threatening or uncontrolled bleeding .	@DRUG$ is a drug that is approved in several countries for use in adult patients on @DRUG$ when the reversal of its anticoagulant effects is required for emergency surgery / procedures or in the event of life-threatening or uncontrolled bleeding .	0
0	Recent publications have shown the efficacy of new pharmaceutical options such @DRUG$ @DRUG$ and cannabidiol, some of which have been tested specifically in patients with childhood-onset epilepsy syndromes such as Dravet's syndrome and Lennox-Gastaut's syndrome.	Recent publications have show up the efficaciousness of new pharmaceutic options such @DRUG$ @DRUG$ and cannabidiol , some of which have been tested specifically in patient with childhood -onset epilepsy syndromes such as Dravet 's syndrome and Lennox - Gastaut 's syndrome .	Recent publications have have the efficacy of new pharmaceutical options such @DRUG$ @DRUG$ and cannabidiol , some of which been shown Lennox specifically in as with childhood -onset epilepsy syndromes such patients Dravet 's syndrome and tested - Gastaut 's syndrome .	Recent have shown efficacy of new pharmaceutical options such @DRUG$ @DRUG$ and cannabidiol , some of which have been tested specifically in patients childhood -onset epilepsy syndromes such as Dravet 's syndrome and Lennox - Gastaut 's syndrome .	@DRUG$ is a new pharmaceutical option that has been shown to be effective, specifically in patients with childhood-onset epilepsy syndromes such as Dravet's syndrome and Lennox-Gastaut's syndrome. @DRUG$ is cannabidiol, a new pharmaceutical option that has	0
0	A group of 12 age-matched male obese (n = 6) and lean (n = 6) Zucker rats were administered 250 mg/kg twice a day (@DRUG$ 2% @DRUG$ in drinking water) for 30 consecutive days.	A group of 12 age-matched male obese ( due north = 6 ) and lean ( due north = 6 ) Zucker rats were administered 250 mg / kg doubly a day ( @DRUG$ 2 % @DRUG$ in drinking piss ) for 30 consecutive years .	A group 2 12 age-matched a obese ( n = 6 ) and lean ( n = 6 ) Zucker rats were kg mg 250 / administered twice male day ( @DRUG$ of % @DRUG$ in drinking water ) for 30 consecutive days .	A group of 12 age-matched obese ( n = 6 ) and lean ( n = 6 ) Zucker rats were administered 250 mg / kg twice ( @DRUG$ 2 @DRUG$ in drinking water ) for 30 consecutive days .	A group of 12 age-matched male obese ( n = 6 ) and lean ( n = 6 ) Zucker rats were administered 250 mg / kg twice a day ( @DRUG$ 2 % @DRUG$ in drinking water ) for 30 consecutive days ."In other words, the obese Zucker rats	0
0	This study shows that decarboxylase activity in brain is lower than in peripheral organs and that 5-hydroxytryptophan can be decarboxylated without exogenous addition of @DRUG$-5'-phosphate (@DRUG$).	This study evidence that decarboxylase activity in brain is lower than in peripheral organs and that 5 - hydroxytryptophan can be decarboxylate without exogenic addition of @DRUG$ - 5 ' - phosphate ( @DRUG$ ) .	This study shows that decarboxylase activity in brain without lower than is peripheral organs and that in - hydroxytryptophan can be decarboxylated 5 exogenous addition of @DRUG$ - 5 ' - phosphate ( @DRUG$ ) .	This study shows that decarboxylase activity in is lower than in peripheral organs and that 5 hydroxytryptophan can be decarboxylated without exogenous addition of @DRUG$ - 5 ' - phosphate ( @DRUG$ ) .	The study found that the brain has a lower level of decarboxylase activity than other organs, and that 5-hydroxytryptophan can be decarboxylated without the addition of an external @DRUG$-5'-phosphate (@DRUG$).	0
1	The purpose of the present study was to determine whether a higher dose of @DRUG$ is superior to @DRUG$.	The purpose of the acquaint study was to specify whether a higher dose of @DRUG$ is superior to @DRUG$ .	The purpose higher the present study was a determine whether to of dose of @DRUG$ is superior to @DRUG$ .	The purpose of the present study was to determine whether a higher dose of @DRUG$ is superior to @DRUG$ .	Is it better to take a higher dose of @DRUG$ or @DRUG$ ?	0
0	The minimum inhibitory concentration of gamithromycin required for growth inhibition of 90% of @DRUG$. equi and S. zooepidemicus isolates (@DRUG$(90)) was determined.	The minimum inhibitory concentration of gamithromycin necessitate for development suppression of 90 % of @DRUG$ . equi and S. zooepidemicus isolates ( @DRUG$ ( 90 ) ) was determined .	The minimum and concentration of gamithromycin required for of isolates of 90 % growth @DRUG$ . equi inhibitory S. zooepidemicus inhibition ( @DRUG$ ( 90 ) ) was determined .	The minimum inhibitory concentration of gamithromycin required growth inhibition of 90 % of @DRUG$ equi and S. zooepidemicus ( @DRUG$ ( ) ) was .	The minimum inhibitory concentration of gamithromycin required for growth inhibition of 90 % of @DRUG$ . equi and S. zooepidemicus isolates ( @DRUG$ ( 90 ) ) was determined ."This means that the minimum inhibitory concentration of gamithromycin	0
1	@DRUG$ is a potent and selective inhibitor of @DRUG$ and noradrenaline transporters, and a weak inhibitor of dopamine transporters.	@DRUG$ is a virile and selective inhibitor of @DRUG$ and noradrenaline transporters , and a weakly inhibitor of dopamine transporters .	@DRUG$ is a potent and selective inhibitor of @DRUG$ and dopamine transporters , and a weak noradrenaline of inhibitor transporters .	@DRUG$ is a and selective inhibitor of @DRUG$ and noradrenaline transporters , a weak inhibitor of dopamine transporters .	@DRUG$ is a powerful inhibitor of @DRUG$ and noradrenaline transporters, and a weak inhibitor of dopamine transporters.	0
0	We investigated the in vitro activity of terconazole, @DRUG$, and @DRUG$, against 94 clinical isolates of Candida spp.: C. albicans (n = 68), C. tropicalis (n = 18), and C. parapsilosis (n = 8).	We investigated the in vitro activity of terconazole , @DRUG$ , and @DRUG$ , against 94 clinical set apart of candida spp. : C. albicans ( n = sixty eight ) , C. tropicalis ( n = 18 ) , and C. parapsilosis ( n =  ) .	We investigated the in vitro ( of terconazole , @DRUG$ , and @DRUG$ , against 94 clinical isolates ) Candida spp. 68 8 albicans activity n = : of , C. tropicalis ( n = 18 ) , and C. parapsilosis ( n = C. ) .	We investigated the in vitro activity of terconazole , @DRUG$ , and @DRUG$ 94 clinical isolates of Candida spp. : C. ( n = 68 ) , tropicalis ( n = ) and C. parapsilosis ( n = 8 .	We investigated the in vitro activity of terconazole , @DRUG$ , and @DRUG$ , against 94 clinical isolates of Candida spp. : C. albicans ( n = 68 ) , C. tropicalis ( n = 18 ) , and C. parapsil	0
0	This review briefly summarizes the information on the molecular mechanisms of action, pharmacokinetic profiles and drug interactions of novel (third-generation) antiepileptic drugs, including brivaracetam, carabersat, @DRUG$, DP-valproic acid, eslicarbazepine, fluorofelbamate, fosphenytoin, ganaxolone, lacosamide, losigamone, pregabalin, remacemide, retigabine, rufinamide, safinamide, seletracetam, soretolide, stiripentol, @DRUG$, and valrocemide.	This review shortly summarizes the information on the molecular mechanisms of action , pharmacokinetic visibility and drug interactions of fresh ( thirdly - genesis ) anticonvulsant drugs , including brivaracetam , carabersat , @DRUG$ , DP - valproic superman , eslicarbazepine , fluorofelbamate , fosphenytoin , ganaxolone , lacosamide , losigamone , pregabalin , remacemide , retigabine , rufinamide , safinamide , seletracetam , soretolide , stiripentol , @DRUG$ , and valrocemide .	generation review briefly summarizes - information , the molecular mechanisms the action , pharmacokinetic profiles and drug interactions of novel ( third of This ) antiepileptic drugs , including brivaracetam , carabersat on @DRUG$ , , - valproic acid , , , fluorofelbamate , fosphenytoin , ganaxolone , lacosamide , losigamone , pregabalin eslicarbazepine remacemide , retigabine , rufinamide , safinamide DP seletracetam , , , stiripentol soretolide @DRUG$ , and valrocemide .	This review briefly summarizes the on the molecular mechanisms of action , pharmacokinetic profiles and drug interactions of novel ( third - generation ) antiepileptic drugs , including brivaracetam , carabersat , @DRUG$ , DP - valproic acid eslicarbazepine , , fosphenytoin , ganaxolone , lacosamide , losigamone , pregabalin , remacemide , retigabine , , seletracetam , soretolide stiripentol , @DRUG$ , and valrocemide .	Third-generation antiepileptic drugs, including brivaracetam, carabersat, @DRUG$, DP-valproic acid, eslicarbazepine, fluorofelbamate, fosphenytoin, ganaxolone, lacosamide	1
0	However, neither @DRUG$ nor oxytocin stimulated @DRUG$ phosphorylation, but the effects of both agonists were inhibited after protein kinase C stimulation.	However , neither @DRUG$ nor pitocin stimulated @DRUG$ phosphorylation , but the effectuate of both agonists were inhibited after protein kinase C stimulation .	However , neither @DRUG$ nor oxytocin stimulated @DRUG$ phosphorylation , stimulation the effects of inhibited agonists were both after protein kinase C but .	However , neither @DRUG$ nor oxytocin stimulated @DRUG$ phosphorylation , but the effects of agonists were inhibited after kinase C stimulation .	@DRUG$ and oxytocin stimulate @DRUG$ phosphorylation, but the effects of both agonists are inhibited after protein kinase C stimulation.	0
0	It has been also shown that the @DRUG$ extract (EE) significantly reduced @DRUG$-induced writhing response in mice at the dose of 200mg/kg, and 100mg/kg.	It has been also picture that the @DRUG$ extract ( electrical engineering ) significantly reduced @DRUG$ - induced writhing response in mice at the dose of 200mg / kilogram , and 100mg / kilogram .	It has been also shown that at @DRUG$ extract ( the mice significantly reduced @DRUG$ - induced writhing response in ) the EE dose of 200mg / kg , and 100mg / kg .	It has been also shown that the @DRUG$ extract ( EE ) significantly reduced @DRUG$ - induced writhing response in at dose of 200mg / , and 100mg / .	@DRUG$ extract ( EE ) significantly reduced @DRUG$ - induced writhing response in mice at the dose of 200mg / kg , and 100mg / kg .	0
0	This drug was shown to inhibit Delta8-Delta7 @DRUG$ isomerase in @DRUG$.	This drug was shown to suppress Delta8 - Delta7 @DRUG$ isomerase in @DRUG$ .	This drug was inhibit to shown Delta8 - Delta7 @DRUG$ isomerase in @DRUG$ .	drug was shown to inhibit Delta8 - Delta7 @DRUG$ isomerase in @DRUG$ .	This drug was shown to inhibit Delta8 - Delta7 isomerase in @DRUG$ .	1
0	[In vivo effectiveness of the sulfonamide sulfachlorpyridazine (SCP) and of the combination of @DRUG$ and @DRUG$ (SCP + TMP) against Haemophilus paragallinarum].	[ indium vivo effectiveness of the sulpha sulfachlorpyridazine ( SCP ) and of the combination of @DRUG$ and @DRUG$ ( SCP + TMP ) against Haemophilus paragallinarum ] .	[ In vivo effectiveness of the sulfonamide sulfachlorpyridazine ( SCP of and ) the combination of @DRUG$ paragallinarum @DRUG$ ( SCP + TMP ) against Haemophilus and ] .	[ vivo effectiveness of the sulfachlorpyridazine ( ) and the combination of @DRUG$ and @DRUG$ ( SCP + TMP against Haemophilus paragallinarum ] .	The in vivo effectiveness of the sulfonamide sulfachlorpyridazine (SCP) and of the combination of @DRUG$ and @DRUG$ (SCP+TMP) against Haemophilus paragallinarum.	0
0	METHODS: In a randomized, double-blind, ascending-dose study in normal volunteers (n = 41), 6 subjects received placebo, and 8 subjects each received @DRUG$, at 1, 2 or 4 mg iron/kg, injected at 60 mg @DRUG$/min.	METHODS : inch a randomized , double - blind , ascending - dose study in convention volunteers ( nitrogen = 41 ) , 6 subjects received placebo , and 8 subjects each received @DRUG$ , at ane , 2 or little joe mg iron / kg , injected at 60 mg @DRUG$ / min .	METHODS : In a randomized , and - blind , ascending kg dose study in normal volunteers ( n = 41 ) , 6 subjects received placebo , double - subjects min received @DRUG$ , at 1 , 2 or 4 mg iron / 8 , injected at each mg @DRUG$ / 60 .	METHODS : In a randomized , double - blind , ascending - dose study normal volunteers ( n = 41 ) , 6 subjects received placebo , and 8 subjects each received @DRUG$ , at 1 , 2 or 4 mg iron / kg , injected at 60 mg @DRUG$ / min .	In a study, 8 subjects each received @DRUG$, at 1, 2 or 4 mg iron/kg, injected at 60 mg @DRUG$/min.	0
0	Both chlorambucil and @DRUG$ induced the formation of covalent conjugates between (32)P-labeled double-stranded oligodeoxynucleotides and recombinant human AGT protein, which were detected by @DRUG$-PAGE.	both chlorambucil and @DRUG$ induced the formation of covalent conjugates between ( 32 ) P- label double -stranded oligodeoxynucleotides and recombinant human being AGT protein , which were detected by @DRUG$ - PAGE .	Both chlorambucil and @DRUG$ induced the formation covalent and conjugates between ( 32 ) P- labeled -stranded double oligodeoxynucleotides of recombinant human AGT protein , which were detected by @DRUG$ - PAGE .	Both chlorambucil and @DRUG$ induced the formation of covalent conjugates between ( 32 ) P- labeled double -stranded oligodeoxynucleotides and recombinant human AGT protein which were detected by @DRUG$ - PAGE .	Both chlorambucil and @DRUG$ caused the formation of covalent conjugates between ( 32 ) P- labeled double -stranded oligodeoxynucleotides and recombinant human AGT protein , which were detected by @DRUG$ - PAGE .	0
0	These include anti-amyloid antibodies, active immunisation, selective secretase inhibitors and modulators, microtubule stabilisers (e.g., @DRUG$), R-flurbiprofen, xaliproden, ONO-2506, FK962 (somatostatin releaser), SGS 742 (GABA(B) antagonist), TCH 346 (apoptosis inhibitor), Alzhemedtrade mark, phophodiesterase inhibitors, rosiglitazone, leuprolide, interferons, metal-protein attenuating compounds (e.g., PBT2), @DRUG$, rasagaline, huperzine A, antioxidants and memantine.	These include anti-amyloid antibodies , active immunisation , selective secretase inhibitors and modulators , microtubule stabilisers ( for example , @DRUG$ ) , R-flurbiprofen , xaliproden , ONO - 2506 , FK962 ( somatostatin releaser ) , atomic number  742 ( gaba ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade nock , phophodiesterase inhibitors , rosiglitazone , leuprolide , interferon , metal - protein attenuate combine ( for example , PBT2 ) , @DRUG$ , rasagaline , huperzine axerophthol , antioxidants and memantine .	These include anti-amyloid antibodies , active immunisation , selective secretase inhibitors and modulators , microtubule stabilisers , e.g. , @DRUG$ ) , R-flurbiprofen , xaliproden , ONO - 2506 , FK962 ( releaser somatostatin ) , mark 742 ( , ( B ) antagonist rosiglitazone , TCH 346 ( apoptosis inhibitor ) e.g. Alzhemedtrade SGS , phophodiesterase inhibitors , memantine ( leuprolide , interferons , metal - protein attenuating compounds ( GABA , PBT2 ) , @DRUG$ , rasagaline , huperzine A , antioxidants and ) .	These include anti-amyloid antibodies active immunisation , selective secretase inhibitors and , microtubule stabilisers ( , @DRUG$ ) , R-flurbiprofen , xaliproden , ONO - 2506 FK962 ( releaser ) SGS 742 ( GABA ( B ) antagonist ) , TCH 346 ( inhibitor ) , Alzhemedtrade , phophodiesterase inhibitors rosiglitazone , leuprolide interferons , metal - protein compounds ( , PBT2 ) , @DRUG$ , rasagaline , huperzine A , antioxidants and memantine .	@DRUG$ and @DRUG$ are two different things that have a relationship with each other. DRUGA is a microtubule stabiliser, while DRUGB is an apoptosis inhibitor. Additionally, DRUGA can be used to treat Alzheimer's disease, while DRUGB can be	0
0	Additionally, the following substances inhibiting the progress of experimental myopia are discussed: atropine, oxyphenonium, pirenzepine, chlorpyrifos, apomorphine, reserpine, 6-hydroxy @DRUG$, @DRUG$, MK-801, APV, bicuculline, SR95531, CACA, TPMPA, dextrorphanol, levorphanol, D- and L-naloxane, L-NAME, formoguanamine, beta-xyloside, central and peripheral antagonists of VIP, and basic fibroblast growth factor.	additionally , the pursue substances inhibit the progress of data based myopia are discussed : atropine , oxyphenonium , pirenzepine , chlorpyrifos , apomorphine , reserpine , sixer - hydroxy @DRUG$ , @DRUG$ , MK - 801 , APV , bicuculline , SR95531 , CACA , TPMPA , dextrorphanol , levorphanol , D- and L-naloxane , L-NAME , formoguanamine , beta-xyloside , fundamental and peripheral antagonists of VIP , and basic fibroblast maturation factor .	Additionally , inhibiting following substances the , progress of experimental myopia are discussed : atropine , oxyphenonium dextrorphanol , , chlorpyrifos , apomorphine , reserpine , 6 - hydroxy @DRUG$ , @DRUG$ , MK the 801 , APV , bicuculline - levorphanol , CACA , TPMPA , of , SR95531 , D- and L-naloxane , L-NAME , formoguanamine , beta-xyloside , central and peripheral antagonists pirenzepine VIP , and basic fibroblast growth factor .	Additionally , the substances inhibiting the progress of experimental myopia are discussed : atropine , oxyphenonium , pirenzepine , chlorpyrifos , apomorphine , reserpine , 6 - hydroxy @DRUG$ , @DRUG$ , MK - 801 , APV , bicuculline , SR95531 , CACA , TPMPA , dextrorphanol , levorphanol , and L-naloxane , , formoguanamine , beta-xyloside , central and peripheral antagonists VIP , and basic fibroblast growth factor .	@DRUG$ and @DRUG$ are substances that inhibit the progress of experimental myopia.	0
0	METHODS: All infants from both trials who were randomly assigned to administration of lucinactant (175 mg/kg), colfosceril palmitate (67.5 mg/kg), beractant (100 @DRUG$/kg), or @DRUG$ (175 mg/kg) were prospectively followed through 1 year corrected age, at which point masked assessment of outcomes was performed for surviving infants.	METHODS : All infants from both trials who were randomly assigned to administration of lucinactant (  mg / kg ) , colfosceril palmitate ( 67.5 mg / kg ) , beractant ( 100 @DRUG$ / kg ) , or @DRUG$ (  mg / kg ) were prospectively followed through 1 class slump geezerhood , at which full point cloak assessment of outcomes was performed for surviving infants .	METHODS : All infants from both trials kg were randomly assigned to administration of , ( 175 mg / ) ) , colfosceril palmitate ( 67.5 mg / kg who , beractant were 100 @DRUG$ / kg ) , or @DRUG$ ( 175 mg through kg lucinactant ( prospectively followed / 1 year corrected age ) at which point masked assessment of outcomes was performed for surviving infants .	METHODS : All infants from both trials were randomly assigned to administration of lucinactant ( 175 / kg ) , colfosceril palmitate ( 67.5 mg / ) beractant ( 100 @DRUG$ / kg ) , or @DRUG$ ( 175 mg / kg ) were prospectively followed through 1 year corrected at which point masked assessment of outcomes was performed for surviving infants	All infants from both trials who were randomly assigned to administration of lucinactant ( 175 mg / kg ) , colfosceril palmitate ( 67.5 mg / kg ) , beractant ( 100 @DRUG$ / kg ) , or @DRUG$ ( 175 mg /	0
0	Oxyquinoline is a heterocyclic @DRUG$ and @DRUG$ Sulfate is its salt, both of which are described as cosmetic biocides for use in cosmetic formulations.	Oxyquinoline is a heterocyclic @DRUG$ and @DRUG$ Sulfate is its salt , both of which are key as decorative biocides for use in decorative formulations .	formulations is a described @DRUG$ and @DRUG$ Sulfate is its salt , both of which are heterocyclic as cosmetic biocides for use in cosmetic Oxyquinoline .	is a heterocyclic @DRUG$ and @DRUG$ Sulfate is its salt , both of which are described as biocides for use in cosmetic .	Oxyquinoline is a chemical that is used as a drug and a cosmetic biocide, while @DRUG$ Sulfate is its salt form, which is also used as a drug and a cosmetic biocide.	1
0	These results were supported by resting-cell experiments using strain SD4 and @DRUG$ or @DRUG$ as the substrate.	These results were subscribe by resting -cell experiments using strain SD4 and @DRUG$ or @DRUG$ as the substrate .	These results were supported resting by -cell experiments using strain SD4 and @DRUG$ or @DRUG$ as the substrate .	These results were supported by resting -cell experiments using strain SD4 and @DRUG$ or @DRUG$ as the substrate .	The results of these experiments suggest that @DRUG$ and @DRUG$ are both necessary for the production of the desired phenotype.	0
0	The @DRUG$ @DRUG$ development program included an initial phase II study (study BIA 2-093) and three subsequent phase III, multicentre, randomized, double-blinded and placebo-controlled clinical trials (studies BIA-2093-301, BIA- 2093-302 and BIA -2093-303).	The @DRUG$ @DRUG$ development program admit an initial stage II study ( study BIA 2-093 ) and three subsequent stage troika , multicentre , randomised , double - blinded and placebo-controlled clinical trials ( studies BIA - 2093-301 , BIA - 2093-302 and BIA - 2093-303 ) .	The @DRUG$ @DRUG$ development program included an initial phase ( study ( study subsequent 2-093 ) and three BIA phase III , multicentre , randomized , double - - - placebo-controlled clinical trials II studies BIA and 2093-301 , BIA - 2093-302 and BIA blinded 2093-303 ) .	The @DRUG$ @DRUG$ development program included an initial II study ( BIA 2-093 ) and three subsequent phase III , multicentre , randomized , double - blinded and placebo-controlled clinical trials ( BIA 2093-301 , BIA - 2093-302 and BIA - 2093-303 ) .	@DRUG$ is a drug that was developed as part of the DRUGA @DRUG$ development program. This program included an initial phase II study, and three subsequent phase III clinical trials.	0
0	In the presence of KCl and @DRUG$, cerulenin powerfully inhibited the augmentation of insulin release by glucose and @DRUG$.	indiana the presence of KCl and @DRUG$ , cerulenin potently inhibited the augmentation of insulin release by glucose and @DRUG$ .	and the presence of KCl cerulenin @DRUG$ , In powerfully inhibited the augmentation of insulin release by glucose and @DRUG$ .	In the presence of KCl and @DRUG$ cerulenin powerfully inhibited the augmentation of insulin release by glucose and @DRUG$ .	In the presence of KCl and @DRUG$, cerulenin powerfully inhibited the augmentation of insulin release by glucose and @DRUG$.	0
0	We tested the effects of tramadol and its M1 metabolite (0.1-100 microM) on human recombinant neurotransmitter-gated ion channels, including glycine, gamma-aminobutyric acid(A) (@DRUG$(A)), and N-methyl-@DRUG$-aspartate (NMDA) receptors, expressed in Xenopus oocytes.	We tested the effects of tramadol and its m metabolite ( 0.1 - 100 microM ) on human recombinant neurotransmitter - gated ion conduct , admit glycine , gamma-aminobutyric acid ( A ) ( @DRUG$ ( A ) ) , and N-methyl - @DRUG$ - aspartate ( NMDA ) receptors , verbalized in Xenopus oocyte .	microM tested the ) of A and its M1 metabolite ( 0.1 - 100 We ) on human recombinant neurotransmitter gamma-aminobutyric gated ion channels , - glycine , - acid ( A ) ( @DRUG$ ( tramadol effects ) , and N-methyl - @DRUG$ including aspartate ( NMDA ) receptors , expressed in Xenopus oocytes .	We tested the effects of tramadol and M1 metabolite ( 0.1 - 100 microM ) on human recombinant neurotransmitter - ion channels , including glycine , gamma-aminobutyric acid ( A ) @DRUG$ ( A ) ) , and N-methyl - @DRUG$ - aspartate ( NMDA ) receptors , expressed in Xenopus oocytes .	We tested the effects of tramadol and its M1 metabolite ( 0.1 - 100 microM ) on human recombinant neurotransmitter - gated ion channels , including glycine , gamma-aminobutyric acid ( A ) ( @DRUG$ ( A ) ) , and N	1
0	Compared to the MSA group, the PAF group had a smaller calculated volume of distribution of @DRUG$ and up to 10-fold lower plasma @DRUG$ levels at all time points.	Compared to the MSA group , the PAF group had a smaller calculated volume of distribution of @DRUG$ and up to 10 - fold lower plasm @DRUG$ levels at all clip repoint .	Compared to 10 group MSA , the PAF group had a smaller calculated volume plasma distribution of @DRUG$ and up to the - fold lower of @DRUG$ levels at all time points .	Compared to the MSA group the PAF group had a smaller calculated volume of distribution of @DRUG$ and up to 10 fold lower plasma @DRUG$ levels at all time points .	The volume of distribution of @DRUG$ is smaller in the PAF group, and the plasma levels of @DRUG$ are up to 10 times lower at all time points.	0
0	There were no changes in biochemical data including serum sodium, @DRUG$, chloride, uric acid, @DRUG$ aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc, and glucose metabolism parameters (insulin sensitivity, glucose effectiveness, and acute insulin response) from frequently sampled intravenous glucose tolerance test after indapamide or placebo therapy.	in that location were no exchange in biochemical data including serum sodium , @DRUG$ , chloride , uric acid , @DRUG$ aminotransferase , aspartate aminotransferase , blood urea nitrogen , creatinine , lipid profiles , fast blood glucose , insulin , hemoglobin Alc , and glucose metabolism parameters ( insulin sensitivity , glucose strength , and acute insulin response ) from frequently sampled endovenous glucose allowance test after lozal or placebo therapy .	There were , changes in biochemical data including serum sodium , @DRUG$ no chloride , uric acid , @DRUG$ aminotransferase , aspartate placebo , blood urea acute , creatinine fasting lipid profiles , , blood glucose hemoglobin test , , Alc , and glucose metabolism parameters ( insulin sensitivity , glucose effectiveness , and glucose insulin response ) from frequently sampled intravenous nitrogen tolerance insulin after indapamide or aminotransferase therapy .	There were no in biochemical data including serum sodium , @DRUG$ , chloride , uric acid , @DRUG$ aminotransferase , aspartate aminotransferase blood urea nitrogen , creatinine , lipid profiles , fasting blood glucose , insulin hemoglobin Alc , and glucose metabolism parameters insulin sensitivity , glucose effectiveness and acute insulin response ) from sampled intravenous glucose tolerance test after indapamide or placebo therapy .	There were no changes in biochemical data including serum sodium, @DRUG$, chloride, uric acid, @DRUG$ aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, hem	0
1	In U46619-contracted arteries, @DRUG$ (100 nM) did not affect the cromakalim relaxation curve but it raised the EC50 for @DRUG$ by 5 fold.	In U46619 - undertake arteries , @DRUG$ ( 100 nM ) did not affect the cromakalim relaxation curve but it raised the EC50 for @DRUG$ by v fold .	In U46619 - contracted the , @DRUG$ ( 100 it ) did not affect arteries cromakalim relaxation curve but nM raised the EC50 for @DRUG$ by 5 fold .	In U46619 - contracted arteries , @DRUG$ ( 100 nM ) did not affect the cromakalim relaxation curve but it raised the EC50 for @DRUG$ 5 fold .	@DRUG$ does not affect the cromakalim relaxation curve but it raises the EC50 for @DRUG$ by 5 fold.	0
0	All pigs were offered a 16% protein, mineral and vitamin fortified corn-soybean meal diet supplemented with either 0 or 20 ppm @DRUG$ for 14, 21, 28, 35 or 42 @DRUG$. Protein synthesis (fractional rates) was studied in pigs at d 21 and 35; ST protease activities, protein and nucleic acid content were measured on d 14, 28 and 42.	All pigs were offered a sixteen % protein , mineral and vitamin fortified corn-soybean meal dieting supplemented with either 0 or 20 ppm @DRUG$ for 14 , twenty one , 28 , 35 or 42 @DRUG$ . Protein synthetic thinking ( fractional rates ) was studied in pigs at five hundred twenty one and 35 ; ST protease activities , protein and nucleic dose depicted object were measured on five hundred 14 , 28 and 42 .	All pigs were and a 16 % protein , mineral and measured fortified d 14 diet supplemented with either 0 or 20 ppm @DRUG$ for 14 activities 21 d 28 , 35 or 42 @DRUG$ . Protein synthesis 28 fractional rates ) was studied in pigs at corn-soybean 21 and 35 ; ST protease , , protein and nucleic acid content were vitamin on , meal , ( offered 42 .	All pigs were offered a 16 % protein , mineral and vitamin fortified corn-soybean diet supplemented with either or 20 ppm @DRUG$ 14 , 21 , 28 , 35 42 @DRUG$ . Protein synthesis ( fractional rates ) was studied in pigs at d 21 and 35 ; ST protease activities , protein and nucleic content were measured on d 14 , 28 and 42 .	Pigs were given a diet with or without @DRUG$, and protein synthesis was studied at days 21 and 35. ST protease activities, protein and nucleic acid content were measured on days 14, 28, and 42.	1
0	In the case of non-response trough plasma concentrations of 400 microg/L for (@DRUG$,S)-@DRUG$ or 250 microg/L for (R)-methadone might be used as target values.	In the eccentric of non-response trough plasma compactness of 400 microg / lambert for ( @DRUG$ , S ) -@DRUG$ or 250 microg / lambert for ( R ) - methadone might be used as target values .	In the case of non-response trough ) concentrations of 400 microg / L for ( @DRUG$ 250 S ) -@DRUG$ or as microg / L for ( R plasma - methadone might be used , target values .	In the case of non-response trough plasma concentrations of microg / L for ( , -@DRUG$ or 250 microg / L for ) - methadone might be used as target values .	If the concentration of @DRUG$ in the blood is below 400 micrograms per liter, then the concentration of @DRUG$ in the blood should be increased to at least 250 micrograms per liter.	0
0	CONCLUSION: Our study appears to demonstrate that triflusal is a suitable alternative to @DRUG$ @DRUG$ antiplatelet agent to prevent AERD.	CONCLUSION : Our study come out to demonstrate that triflusal is a desirable alternative to @DRUG$ @DRUG$ antiplatelet agent to prevent AERD .	CONCLUSION : Our study appears to demonstrate that antiplatelet is a suitable alternative to @DRUG$ @DRUG$ triflusal agent to prevent AERD .	CONCLUSION : Our study appears to demonstrate that triflusal is a suitable alternative to @DRUG$ @DRUG$ antiplatelet agent to prevent AERD .	Triflusal is a suitable alternative to @DRUG$ @DRUG$ antiplatelet agent to prevent AERD.	0
0	Of these mAbs, 9 are for non-cancer indications (lampalizumab, roledumab, emapalumab, fasinumab, tanezumab, etrolizumab, NEOD001, gantenerumab, anifrolumab) and 10 are for cancer indications (@DRUG$, isatuximab, BCD-100, carotuximab, camrelizumab, IBI308, glembatumumab vedotin, mirvetuximab soravtansine, @DRUG$, L19IL2/L19TNF).	Of these mAbs , nina from carolina are for non-cancer reading ( lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , NEOD001 , gantenerumab , anifrolumab ) and  are for malignant neoplastic disease reading ( @DRUG$ , isatuximab , BCD - one c , carotuximab , camrelizumab , IBI308 , glembatumumab vedotin , mirvetuximab soravtansine , @DRUG$ , L19IL2/L19TNF ) .	Of these mAbs , 9 are for non-cancer indications , lampalizumab mirvetuximab camrelizumab , emapalumab ( fasinumab , tanezumab , etrolizumab carotuximab NEOD001 , gantenerumab , anifrolumab ) and 10 are for cancer indications ( @DRUG$ , isatuximab , BCD - 100 , , , roledumab , IBI308 , glembatumumab vedotin , , soravtansine , @DRUG$ , L19IL2/L19TNF ) .	these mAbs , 9 are for indications lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , NEOD001 , gantenerumab , anifrolumab ) and 10 are for cancer indications ( @DRUG$ , isatuximab , BCD , carotuximab , camrelizumab , IBI308 , glembatumumab vedotin , mirvetuximab soravtansine , @DRUG$ , L19IL2/L19TNF ) .	Of these mAbs, 9 are for non-cancer indications and 10 are for cancer indications.	1
1	In a large-scale randomized clinical trial, @DRUG$ was associated with better protection against ischemic event occurrence compared to @DRUG$, but more bleeding in ACS patients undergoing PCI.	indium a large-scale randomized clinical trial , @DRUG$ was associated with in effect protection against ischaemic event occurrence compared to @DRUG$ , but more bleeding in ACS patients undergoing PCI .	In a randomized large-scale against trial , @DRUG$ was associated with better protection clinical ischemic event occurrence compared to @DRUG$ , but more in bleeding ACS patients undergoing PCI .	In a large-scale randomized clinical , @DRUG$ was associated with better protection against ischemic occurrence compared @DRUG$ more bleeding in ACS patients undergoing PCI .	@DRUG$ was associated with better protection against ischemic event occurrence compared to @DRUG$.	0
0	A double-blind comparative study of sodium @DRUG$ lotion 10% versus @DRUG$ lotion 2.5% in the treatment of pityriasis (tinea) versicolor.	A replicate - blind comparative study of sodium @DRUG$ lotion 10 % versus @DRUG$ lotion 2.5 % in the discourse of pityriasis ( tinea ) versicolor .	A - double blind comparative study of sodium @DRUG$ lotion 10 % versus @DRUG$ lotion 2.5 pityriasis in the treatment of % ( tinea ) versicolor .	A double - blind comparative study of sodium @DRUG$ lotion 10 % versus @DRUG$ lotion 2.5 % in the treatment of pityriasis ( tinea ) versicolor .	A double - blind comparative study found that sodium @DRUG$ lotion 10 % was more effective than @DRUG$ lotion 2.5 % in the treatment of pityriasis ( tinea ) versicolor .	0
0	Ocaperidone also antagonized serotonin agonist (tryptamine, mescaline or 5-hydroxytryptophan)-induced behavioral effects (0.011-0.064 @DRUG$/kg) and was, thereby, equipotent with risperidone (0.014-0.056 mg/kg) and at least as potent as @DRUG$ (0.037-0.13 mg/kg).	Ocaperidone also antagonized  hydroxytryptamine agonist ( tryptamine , peyote or cinque - hydroxytryptophan ) - induced behavioral effects ( 0.011-0.064 @DRUG$ / kilogram ) and was , thereby , equipotent with risperidone ( 0.014-0.056 milligram / kilogram ) and at least as potent as @DRUG$ ( 0.037-0.13 milligram / kilogram ) .	, also antagonized serotonin agonist ( tryptamine 0.037-0.13 mescaline risperidone 5 - hydroxytryptophan ) - induced behavioral effects ( 0.011-0.064 @DRUG$ / kg ) kg was Ocaperidone thereby , equipotent with or ( 0.014-0.056 mg least kg ) and at / as potent as @DRUG$ ( , mg / and ) .	Ocaperidone also antagonized serotonin agonist tryptamine , mescaline or 5 - hydroxytryptophan ) - induced behavioral effects 0.011-0.064 @DRUG$ / kg and was , thereby , equipotent with ( 0.014-0.056 mg / kg ) and at least as potent as @DRUG$ ( 0.037-0.13 mg / kg ) .	Ocaperidone also antagonized serotonin agonist ( tryptamine , mescaline or 5 - hydroxytryptophan ) - induced behavioral effects ( 0.011-0.064 @DRUG$ / kg ) and was , thereby , equipotent with risperidone	1
0	Org 8282 did not affect the reserpine-induced hypothermia, hypoactivity and ptosis, did not modify the @DRUG$-induced hypothermia and the @DRUG$-induced hyperthermia in mice, did not change the motor stimulation and stereotypy produced by amphetamine.	Org 8282 did not sham the reserpine- induced hypothermia , hypoactivity and ptosis , did not modify the @DRUG$ - induced hypothermia and the @DRUG$ - induced hyperthermia in mice , did not exchange the motor stimulant and stereotypy create by amphetamine .	Org by did not hypoactivity the reserpine- induced 8282 , affect and ptosis , did not modify the @DRUG$ did induced hypothermia and the @DRUG$ - induced hyperthermia in mice , - not change the motor stimulation and stereotypy produced hypothermia amphetamine .	Org 8282 did not affect the reserpine- induced hypothermia , hypoactivity ptosis , did not modify the @DRUG$ - induced hypothermia and the @DRUG$ induced hyperthermia in mice , did not change the motor stimulation and stereotypy produced by amphetamine .	Org 8282 did not affect the reserpine- induced hypothermia or ptosis , did not modify the @DRUG$ - induced hypothermia or the @DRUG$ - induced hyperthermia in mice , did not change the motor stimulation and stereotypy produced by amphetamine .	0
0	Our previous studies had shown that @DRUG$ at different concentrations interacts with bacterial ribosomal proteins in qualitatively the @DRUG$ fashion; we now report that quantitative differences are seen in the labelling observed at different nitrofurantoin concentrations and discuss these differences as they may relate to the inhibition of inducible enzyme synthesis.	Our previous studies had shown that @DRUG$ at unlike concentrations interacts with bacterial ribosomal proteins in qualitatively the @DRUG$ fashion ; we now reputation that quantitative differences are seen in the judge watch over at unlike nitrofurantoin concentrations and saucer these differences as they may relate to the inhibition of inducible enzyme synthesis .	Our previous studies had shown that @DRUG$ at observed seen interacts with bacterial ribosomal proteins in qualitatively the @DRUG$ fashion ; different now report that quantitative differences are concentrations in labelling the we at different nitrofurantoin concentrations to discuss these differences as they may relate and the inhibition of inducible enzyme synthesis .	Our previous had shown that @DRUG$ at different concentrations interacts with bacterial ribosomal proteins in qualitatively the @DRUG$ fashion ; we now report that quantitative differences are seen in the labelling observed at different nitrofurantoin and discuss these differences as they relate to the inhibition of inducible enzyme synthesis .	Our previous studies had shown that @DRUG$ at different concentrations interacts with bacterial ribosomal proteins in the same way that @DRUG$ does; we now report that quantitative differences are seen in the labelling observed at different nitrofurantoin concentrations and discuss these differences as they may relate to the	0
0	In conclusion, in this patient population (ie, relatively young, sexually active outpatients), bupropion XL was at least as effective @DRUG$ @DRUG$ XR and had a significantly more favorable sexual side effect profile.	In conclusion , in this patient population ( ie , comparatively young , sexually active voice outpatients ) , bupropion XL was at to the lowest degree as effective @DRUG$ @DRUG$ XR and had a significantly more favorable sexual side effect profile .	In conclusion , in this patient population ( effective , relatively young , sexually active ie ) , bupropion XL was at least as significantly @DRUG$ @DRUG$ XR and had a outpatients more favorable sexual side effect profile .	In conclusion , this patient population ( ie relatively young , sexually active ) , bupropion was at least as effective @DRUG$ @DRUG$ XR and had a significantly more favorable sexual side effect profile .	Bupropion XL was just as effective as both @DRUG$ and @DRUG$, but it had a much more favorable sexual side effect profile.	0
0	1-O-@DRUG$-beta-@DRUG$-glucuronide was highly reversibly bound to albumin, with a mean unbound fraction of 0.028, and its degradation seemed to be related to the degree of reversible binding.	1-O-@DRUG$ - beta-@DRUG$ -glucuronide was highly reversibly bound to albumin , with a mean value unbound fraction of 0.028 , and its degradation seemed to be touch on to the degree of reversible tie down .	1-O-@DRUG$ - beta-@DRUG$ -glucuronide was highly reversibly bound to albumin , with a mean unbound fraction degradation to , and its of seemed to 0.028 related be the degree of reversible binding .	1-O-@DRUG$ - beta-@DRUG$ -glucuronide highly reversibly bound to , mean unbound fraction of 0.028 , and its degradation to be related to the degree of reversible .	1-O-@DRUG$ - beta-@DRUG$ -glucuronide is highly reversibly bound to albumin, with a mean unbound fraction of 0.028, and its degradation seems to be related to the degree of reversible binding.	0
0	Sodium @DRUG$ complex in @DRUG$: safer intravenous iron therapy than iron dextrans.	na @DRUG$ complex in @DRUG$ : safer intravenous iron therapy than iron dextrans .	Sodium @DRUG$ complex in @DRUG$ : safer intravenous iron than therapy iron dextrans .	Sodium @DRUG$ complex in @DRUG$ : intravenous iron therapy than iron dextrans .	Sodium @DRUG$ complex in @DRUG$" is a safer intravenous iron therapy than "iron dextrans.	0
0	Capecitabine is also effective as monotherapy in pretreated patients and phase II data for @DRUG$ @DRUG$ first-line monotherapy are also promising.	Capecitabine is besides effective as monotherapy in pretreated patient and phase II data for @DRUG$ @DRUG$ first-line monotherapy are besides promising .	patients is also effective as monotherapy in pretreated Capecitabine and II phase data for @DRUG$ @DRUG$ first-line monotherapy are also promising .	Capecitabine is also effective as monotherapy in pretreated patients and phase II for @DRUG$ @DRUG$ first-line monotherapy are also promising .	Capecitabine is effective as monotherapy in pretreated patients and phase II data for @DRUG$ @DRUG$ first-line monotherapy are also promising.	0
0	With currently available drugs, immediate anticoagulation can only be achieved with parenteral agents, such @DRUG$ heparin, low-molecular-weight heparin, or @DRUG$.	With currently useable drug , immediate anticoagulation can only be achieved with parenteral agents , such @DRUG$ heparin , low-molecular - weight heparin , or @DRUG$ .	or currently available drugs , immediate anticoagulation can only be achieved with - agents , such @DRUG$ heparin , low-molecular parenteral weight heparin , With @DRUG$ .	With available drugs , immediate can only be achieved with parenteral agents , such @DRUG$ heparin , low-molecular - heparin , or @DRUG$ .	Currently available drugs that achieve immediate anticoagulation can only be achieved with parenteral agents such as heparin, low-molecular-weight heparin, or warfarin.	1
1	Pooled results of data from the two short-term efficacy trials that also included an active comparator arm showed that the mean change in HAM-A scores with @DRUG$ relative to placebo were of the same magnitude as those with @DRUG$ extended release versus placebo.	Pooled results of data from the two short - term efficacy trials that besides included an active comparator fortify showed that the mean change in jambon - A scores with @DRUG$ congener to placebo were of the same magnitude as those with @DRUG$ extended release versus placebo .	Pooled results of data from comparator two short - term mean trials that also included an the the arm showed that the efficacy change in HAM - A scores with @DRUG$ relative to placebo same of active were magnitude as those with @DRUG$ extended release versus placebo .	Pooled results of from the two - term efficacy trials that also included an comparator arm showed that the mean change HAM - A scores with @DRUG$ relative to placebo were of the same magnitude as those with @DRUG$ extended release versus placebo	The mean change in HAM - A scores with @DRUG$ relative to placebo were of the same magnitude as those with @DRUG$ extended release versus placebo .	0
0	Release of LH, @DRUG$ and GnRH into pituitary venous blood in mares treated with a PGF analogue, @DRUG$, during the transition period.	Release of LH , @DRUG$ and GnRH into pituitary venous blood in spoil treated with a PGF analogue , @DRUG$ , during the changeover period .	Release of LH , @DRUG$ and GnRH into pituitary venous blood in PGF treated with a , analogue , @DRUG$ mares during the transition period .	Release of LH , @DRUG$ into pituitary venous blood mares treated with a PGF analogue , @DRUG$ , during the transition period .	LH, @DRUG$, and GnRH are all released into the pituitary venous blood in mares treated with a PGF analogue, @DRUG$, during the transition period.	0
0	@DRUG$ and acetamiprid were recovered at about 90% at the spike levels with 0.2 and 2 @DRUG$/kg in cucumber, potato, tomato, eggplant, Japanese radish, and grape.	@DRUG$ and acetamiprid were recovered at about xc % at the spike levels with 0.2 and deuce @DRUG$ / kg in cucumber , potato , tomato , eggplant , Japanese raphanus sativus , and grape .	@DRUG$ and acetamiprid cucumber recovered at , , % at the spike levels with 0.2 and 2 @DRUG$ / kg in were , potato , tomato 90 eggplant , Japanese radish about and grape .	@DRUG$ and acetamiprid were recovered at about 90 % at spike levels with 0.2 2 @DRUG$ / kg in cucumber , potato , tomato , eggplant , radish , and grape .	For every 1 kg of @DRUG$, there is approximately 0.2 kg of @DRUG$.	0
0	Terbinafine is a potent non-competitive inhibitor of @DRUG$ epoxidase from Candida (@DRUG$ = 30 nM).	Terbinafine is a virile non-competitive inhibitor of @DRUG$ epoxidase from Candida ( @DRUG$ = 30 nM ) .	Terbinafine is a potent non-competitive inhibitor Candida @DRUG$ epoxidase from of ( @DRUG$ = 30 nM ) .	Terbinafine is potent non-competitive inhibitor of @DRUG$ epoxidase from Candida ( @DRUG$ = 30 nM ) .	Terbinafine is a potent inhibitor of @DRUG$ epoxidase from Candida ( @DRUG$ = 30 nM ) .	0
0	Arbekacin has excellent antibacterial activity and is also effective against methicillin-resistant Staphylococcus aureus (MRSA) resistant to aminoglycosides such @DRUG$ gentamicin, @DRUG$, and methicillin-susceptible Staphylococcus aureus (MSSA).	Arbekacin has excellent bactericide activity and is likewise in effect against methicillin-resistant Staphylococcus aureus ( MRSA ) resistant to aminoglycosides such @DRUG$ gentamicin , @DRUG$ , and methicillin-susceptible Staphylococcus aureus ( MSSA ) .	Arbekacin against excellent antibacterial to and is also effective has methicillin-resistant Staphylococcus , ( MRSA ) resistant activity aminoglycosides such @DRUG$ gentamicin , @DRUG$ aureus and methicillin-susceptible Staphylococcus aureus ( MSSA ) .	Arbekacin has excellent antibacterial activity and is also effective against methicillin-resistant Staphylococcus aureus ( MRSA ) resistant to aminoglycosides such @DRUG$ gentamicin , @DRUG$ and methicillin-susceptible Staphylococcus MSSA	Arbekacin is a very effective antibiotic against bacteria that are resistant to gentamicin, aminoglycosides such as methicillin, and MSSA.	1
0	In terms of efficacy, @DRUG$ gel was found to be superior to @DRUG$ gel after one week of treatment, with respect to reduction in inflammatory lesion counts (32% vs. 17%, respectively; P = 0.001), total lesion counts (28% vs. 22%, respectively; P = 0.042) and global severity grade (28% vs. 16%, respectively; P = 0.001).	In terms of efficacy , @DRUG$ gel was found to be superior to @DRUG$ gel after one workweek of treatment , with honor to reducing in inflammatory lesion counts ( 32 % vs. 17 % , respectively ; phosphorus = 0.001 ) , add lesion counts ( 28 % vs. 22 % , respectively ; phosphorus = 0.042 ) and global severity course ( 28 % vs.  % , respectively ; phosphorus = 0.001 ) .	In terms of efficacy , @DRUG$ gel was found to be superior 28 @DRUG$ gel after one week of treatment ; with , to reduction in ; lesion counts ( 32 % vs. 17 % , ( respect P = 0.001 ) , total lesion counts ( to % vs. ) % inflammatory respectively ; P = 0.042 22 and global severity grade respectively 28 % vs. 16 % , respectively , P = 0.001 ) .	In of efficacy , @DRUG$ gel was found to be superior @DRUG$ gel after one week of , with respect to reduction in inflammatory lesion counts ( 32 % vs. 17 % , respectively ; P = 0.001 , total lesion counts ( 28 % vs. 22 % , respectively ; P = 0.042 ) and global severity grade ( 28 vs. 16 % , respectively ; P = 0.001 .	@DRUG$ gel was found to be superior to @DRUG$ gel after one week of treatment, with respect to reduction in inflammatory lesion counts, total lesion counts, and global severity grade.	0
0	[Behavior of various blood constituents (@DRUG$, fructose, insulin, lactate, pyruvate, free fatty acids, inorganic phosphate) and the half-life of monosaccharides in plasma after i.v infusion of glucose, @DRUG$, galactose and invert sugar solutions in ruminants.	[ Behavior of various blood constituents ( @DRUG$ , levulose , insulin , lactate , pyruvate , discharge roly poly acids , inorganic phosphate ) and the one half - life of monosaccharides in plasma after i.v infusion of glucose , @DRUG$ , galactose and invert sugar solutions in ruminants .	[ Behavior of various blood constituents ( @DRUG$ , fructose , insulin , lactate sugar pyruvate , free fatty of , inorganic phosphate , and the half - life acids monosaccharides in plasma after i.v infusion of glucose , @DRUG$ , galactose and invert ) solutions in ruminants .	[ Behavior of various blood constituents ( @DRUG$ , fructose , , lactate , pyruvate , free fatty acids , inorganic phosphate ) and the half - life of monosaccharides in plasma i.v infusion of glucose , @DRUG$ , galactose sugar solutions in ruminants .	The behavior of various blood constituents (@DRUG$, fructose, insulin, lactate, pyruvate, free fatty acids, inorganic phosphate) and the half-life of monosaccharides in plasma after i.v infusion of glucose, @DRUG$, galactose and	0
0	There were significant increases in positivity rates to nickel, @DRUG$/methylisothiazolinone, and @DRUG$.	There were significant increases in positivity grass to nickel , @DRUG$ / methylisothiazolinone , and @DRUG$ .	There were increases significant in positivity rates to nickel , @DRUG$ / methylisothiazolinone , and @DRUG$ .	were increases in positivity rates to nickel , @DRUG$ / methylisothiazolinone , and @DRUG$ .	There were significant increases in positivity rates to nickel and @DRUG$ / methylisothiazolinone , and @DRUG$ .	0
0	GnRH agonist treatment suppressed serum bioactive @DRUG$, testosterone and dihydrotestosterone levels, testicular size, sperm production, and seminal @DRUG$ content.	GnRH agonist intervention suppressed serum bioactive @DRUG$ , testosterone and dihydrotestosterone levels , testicular size , sperm production , and originative @DRUG$ content .	suppressed agonist treatment GnRH serum bioactive @DRUG$ , testosterone and dihydrotestosterone size , testicular levels , sperm production , and seminal @DRUG$ content .	agonist treatment suppressed serum bioactive @DRUG$ , testosterone and dihydrotestosterone levels , testicular size , sperm production , and seminal @DRUG$ content .	GnRH agonist treatment suppressed serum bioactive @DRUG$ levels, testosterone and dihydrotestosterone levels, testicular size, sperm production, and seminal @DRUG$ content.	0
1	Furthermore, the locomotor-activating effects of both @DRUG$ and AET are blocked by pretreatment with @DRUG$, a selective serotonin (5-HT) uptake inhibitor, suggesting that the two compounds may share a presynaptic mechanism of action.	Furthermore , the locomotor-activating effects of both @DRUG$ and AET are blocked by pretreatment with @DRUG$ , a selective serotonin ( five - HT ) uptake inhibitor , suggesting that the two intensify may part a presynaptic mechanism of natural process .	Furthermore uptake the locomotor-activating effects of both @DRUG$ and , are blocked by pretreatment with @DRUG$ AET a selective serotonin ( 5 - HT ) presynaptic inhibitor , of that the two compounds may share a , mechanism suggesting action .	Furthermore , the locomotor-activating effects of both @DRUG$ and AET are blocked pretreatment @DRUG$ , a selective serotonin ( 5 - HT uptake , suggesting that the two compounds may share a presynaptic mechanism of action .	Both @DRUG$ and AET (a drug that activates locomotion) produce their effects by acting on the same presynaptic mechanism, which is blocked by @DRUG$ (a drug that inhibits serotonin uptake).	0
0	RESULTS: The most common adverse event was vomiting (14.3% and 2.4% of @DRUG$- and @DRUG$-treated cats, respectively).	RESULTS : The most park inauspicious event was vomiting ( 14.3 % and 2.4 % of @DRUG$ - and @DRUG$ - treated cats , respectively ) .	RESULTS : The most was adverse event common vomiting ( 14.3 % and 2.4 % - @DRUG$ - and @DRUG$ of treated cats , respectively ) .	RESULTS : most common adverse event was vomiting 14.3 % 2.4 % of @DRUG$ - and @DRUG$ - treated cats , respectively ) .	The most common adverse event was vomiting (14.3% and 2.4% of @DRUG$- and @DRUG$-treated cats, respectively).	0
1	Most (87%) began @DRUG$ because of poor seizure control and 13% because of adverse events (AEs) with @DRUG$ or OXC.	Most ( 87 % ) began @DRUG$ because of poor seizure assure and bakers dozen % because of adverse events ( AEs ) with @DRUG$ or OXC .	Most ) 87 % ) began @DRUG$ because of poor seizure control % 13 and because of adverse events ( AEs ( with @DRUG$ or OXC .	( 87 % ) began @DRUG$ because of poor control and 13 % because of adverse events ( AEs ) with @DRUG$ or OXC .	Most people began taking @DRUG$ because their seizures were not well-controlled by @DRUG$ or OXC, and 13% began taking it because of adverse events they experienced with DRUGB or OXC.	0
0	@DRUG$ could not modify the intracellular concentrations of potassium, sodium, adenosine triphosphate, or @DRUG$ in either LK or HK erythrocytes, although it caused weak hemolysis in HK erythrocytes.	@DRUG$ could not modify the intracellular concentrations of potassium , atomic number  , adenosine triphosphate , or @DRUG$ in either LK or HK erythrocytes , although it stimulate weak haematolysis in HK erythrocytes .	@DRUG$ could not modify , intracellular concentrations adenosine potassium the sodium , of triphosphate , or @DRUG$ in either weak or HK erythrocytes , although it caused LK hemolysis in HK erythrocytes .	@DRUG$ could not modify the concentrations of potassium , sodium , adenosine triphosphate or @DRUG$ in either LK or HK erythrocytes , although it caused weak hemolysis in HK erythrocytes .	@DRUG$ does not seem to have any effect on the concentrations of potassium , sodium , adenosine triphosphate , or @DRUG$ inside erythrocytes , but it does cause them to break down in HK erythrocytes .	0
1	@DRUG$ is an oral cephalosporin which is similar to cephalexin and @DRUG$ in structure and spectrum of antibacterial activity, but has different pharmacokinetic properties.	@DRUG$ is an viva voce cephalosporin which is similar to cephalexin and @DRUG$ in structure and spectrum of bactericide activity , but has different pharmacokinetic properties .	@DRUG$ is an oral cephalosporin which is similar to cephalexin and @DRUG$ in structure properties spectrum of antibacterial activity , but has different pharmacokinetic and .	@DRUG$ an oral cephalosporin which is similar to cephalexin and @DRUG$ in and spectrum of antibacterial activity , but has different pharmacokinetic properties .	@DRUG$ is similar to @DRUG$ in structure and spectrum of antibacterial activity, but has different pharmacokinetic properties.	0
0	Included are historical and state of the art information on the in vitro activity, experimental in vivo activity, mode of action, pharmacokinetics, clinical studies, and uses and adverse reactions of imidazoles currently marketed (clotrimazole, miconazole, @DRUG$, ketoconazole, bifonazole, butoconazole, croconazole, fenticonazole, isoconazole, oxiconazole, sulconazole, and @DRUG$) and under development (aliconazole and omoconazole), as well as triazoles currently marketed (terconazole) and under development (fluconazole, itraconazole, vibunazole, alteconazole, and ICI 195,739).	Included are historical and state of the nontextual matter selective information on the in vitro activity , observational in vivo activity , fashion of process , pharmacokinetics , clinical studies , and consumption and adverse reactions of imidazoles currently market ( clotrimazole , miconazole , @DRUG$ , ketoconazole , bifonazole , butoconazole , croconazole , fenticonazole , isoconazole , oxiconazole , sulconazole , and @DRUG$ ) and under ontogeny ( aliconazole and omoconazole ) , as well as triazoles currently market ( terconazole ) and under ontogeny ( fluconazole , sporanox , vibunazole , alteconazole , and ICI 195,739 ) .	Included are historical and state of the art information on the in vitro activity , experimental in vivo ( , 195,739 ) action , currently , clinical studies , and uses and adverse under of imidazoles as marketed ( clotrimazole , miconazole , @DRUG$ , ketoconazole , bifonazole , butoconazole , croconazole , fenticonazole , isoconazole , oxiconazole , sulconazole , and @DRUG$ ) and under development activity aliconazole and omoconazole ) , as well currently triazoles pharmacokinetics marketed ( terconazole of and reactions development ( fluconazole , itraconazole , vibunazole , alteconazole , and ICI mode ) .	Included are historical and state of the information on the in vitro activity , experimental , mode action , pharmacokinetics , clinical studies and uses and reactions of imidazoles marketed clotrimazole , miconazole , @DRUG$ , ketoconazole , bifonazole , butoconazole , croconazole , fenticonazole , isoconazole , oxiconazole , sulconazole , and @DRUG$ ) and development aliconazole and omoconazole ) , well as triazoles currently marketed ( terconazole ) and under development ( fluconazole itraconazole , vibunazole , alteconazole , ICI 195,739 ) .	Imidazoles currently marketed ( clotrimazole , miconazole , ketoconazole , bifonazole , butoconazole , croconazole , fenticonazole , isoconazole , oxiconazole , sulconazole , and	1
0	Serum @DRUG$ was threefold to fivefold higher (p less than 0.05) in clomiphene-induced than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge, and @DRUG$ was increased (p less than 0.05) from the day of the surge to end of the cycle.	Serum @DRUG$ was threefold to fivefold higher ( p less than 0.05 ) in clomid - induced than in spontaneous cycle per second 8 and 10 clarence shepard day jr before the luteinizing endocrine surge , and @DRUG$ was increased ( p less than 0.05 ) from the day of the surge to ending of the cycle .	Serum @DRUG$ luteinizing threefold to fivefold the ( p less less 0.05 ) in clomiphene than induced than in spontaneous cycles 8 and 10 days before the - hormone surge , and @DRUG$ was increased ( p was than 0.05 ) from higher day of the surge to end of the cycle .	Serum @DRUG$ was threefold to fivefold ( p less than 0.05 ) in clomiphene - induced than in spontaneous cycles 8 and 10 days before the luteinizing surge , @DRUG$ was increased ( p less than 0.05 ) from the day of the surge to end of the .	Serum @DRUG$ was threefold to fivefold higher ( p less than 0.05 ) in clomiphene - induced than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge , and @DRUG$ was increased ( p less than 0.05 ) from the	0
0	These results were supported by resting-cell experiments using strain SD4 and @DRUG$ or squalene @DRUG$ the substrate.	These results were supported by pillow -cell experiments using strain SD4 and @DRUG$ or squalene @DRUG$ the substrate .	-cell results were supported by resting These experiments using strain SD4 and @DRUG$ or squalene @DRUG$ the substrate .	These results were by resting -cell experiments using strain SD4 @DRUG$ or @DRUG$ the substrate .	The results of these experiments suggest that @DRUG$ is necessary for the production of @DRUG$ by strain SD4.	0
0	We randomly assigned participants to receive 1000 @DRUG$ of elemental [corrected] calcium as @DRUG$ carbonate with 400 IU of vitamin D3 daily or placebo.	We randomly assigned participants to receive 1000 @DRUG$ of elemental [ even off ] calcium as @DRUG$ carbonate with 400 IU of vitamin D3 casual or placebo .	placebo randomly assigned to participants receive 1000 @DRUG$ of elemental [ corrected ] calcium as @DRUG$ carbonate with 400 IU of vitamin D3 daily or We .	We randomly assigned participants to receive 1000 @DRUG$ elemental [ corrected ] as @DRUG$ carbonate IU vitamin D3 or placebo .	We randomly assigned participants to receive 1000 @DRUG$ of elemental [ corrected ] calcium as @DRUG$ carbonate with 400 IU of vitamin D3 daily or placebo .	0
0	Ceftolozane is distinguished from other cephalosporins by its potent activity versus Pseudomonas aeruginosa, including various drug-resistant phenotypes such as carbapenem, @DRUG$/tazobactam, and ceftazidime-resistant isolates, @DRUG$ well as those strains that are multidrug-resistant (MDR).	Ceftolozane is key from other cephalosporin by its potent activity versus Pseudomonas aeruginosa , including various drug-resistant phenotype such as carbapenem , @DRUG$ / tazobactam , and ceftazidime -resistant isolates , @DRUG$ swell as those strains that are multidrug -resistant ( MDR ) .	Ceftolozane is , from other cephalosporins Pseudomonas its potent activity MDR by aeruginosa , including various drug-resistant phenotypes versus as carbapenem , @DRUG$ / tazobactam distinguished and ceftazidime -resistant isolates , @DRUG$ well as those strains that are multidrug -resistant ( such ) .	Ceftolozane is other cephalosporins by its potent activity versus Pseudomonas aeruginosa , including various drug-resistant phenotypes such as carbapenem , @DRUG$ / tazobactam , and ceftazidime -resistant isolates , @DRUG$ well as those strains that are multidrug -resistant ( MDR ) .	Ceftolozane is a powerful antibiotic that is effective against Pseudomonas aeruginosa bacteria, including those that are resistant to other antibiotics, such as carbapenems, tazobactam, and ceftazidime. It is also effective against multid	1
0	To determine the distribution of paclitaxel in vivo, nude mice received 50 @DRUG$/kg of @DRUG$, elacridar or tariquidar p.o. (control: vehicle) 4 h before i.v. injection of 8 mg/kg of paclitaxel.	To fix the distribution of paclitaxel in vivo , nude statue mice received 50 @DRUG$ / kg of @DRUG$ , elacridar or tariquidar p.o. ( control : vehicle ) 4 total heat before i.v. shot of 8 mg / kg of paclitaxel .	To determine the distribution of paclitaxel in 8 , nude mice received 50 @DRUG$ / kg vivo @DRUG$ , elacridar or tariquidar p.o. ( kg of vehicle ) 4 h before i.v. injection of : mg / control of paclitaxel .	To determine the distribution of paclitaxel in vivo , nude mice received @DRUG$ / kg of @DRUG$ , elacridar or tariquidar p.o. ( control : vehicle ) 4 h before i.v. injection of mg / kg of paclitaxel .	Paclitaxel was distributed more widely in mice that received elacridar or tariquidar prior to injection, compared to control mice that received vehicle.	1
1	"METHODS: @DRUG$ profiles were measured in plasma, saliva and urine following ""physiological"" (20 mg oral) or ""stress"" (50 mg intravenous) doses of hydrocortisone in @DRUG$-suppressed healthy subjects (8 in each group), compared to endogenous cortisol levels (12 subjects)."	" METHODS : @DRUG$ profiles were measured in plasma , saliva and urine following " " physiological " " ( twenty mg oral ) or " " stress " " ( l mg endovenous ) doses of hydrocortisone in @DRUG$ - suppressed healthy subjects ( 8 in each group ) , compared to endogenous cortef charge ( xii subjects ) . "	" and : @DRUG$ profiles were measured in plasma , saliva METHODS ) following " " physiological " compared ( 20 mg . ) ( " " stress " levels ( 50 mg intravenous ) doses of hydrocortisone in @DRUG$ - suppressed healthy subjects ( 8 in each group ) , " to endogenous cortisol " or 12 subjects urine oral "	" METHODS : @DRUG$ profiles were measured in plasma , saliva and urine following " " " ( 20 mg oral ) " " stress " " ( 50 mg intravenous ) doses of hydrocortisone in @DRUG$ suppressed healthy subjects ( 8 in each group ) , compared to endogenous levels ( 12 subjects ) .	 METHODS : @DRUG$ profiles were measured in plasma , saliva and urine following " " physiological " " ( 20 mg oral ) or " " stress " " ( 50 mg intravenous ) doses of hydrocortisone in @DRUG$ - suppressed healthy subjects ( 8 in each group )	0
0	Development of an efficient enzymatic production of gamma-@DRUG$-glutamyl-@DRUG$ (SCV-07), a prospective medicine for tuberculosis, with bacterial gamma-glutamyltranspeptidase.	growth of an efficient enzymatic production of gamma- @DRUG$ - glutamyl- @DRUG$ ( SCV - 07 ) , a prospective medication for tuberculosis , with bacterial gamma-glutamyltranspeptidase .	an - Development efficient enzymatic production of gamma- @DRUG$ - glutamyl- @DRUG$ ( SCV of 07 ) , a prospective medicine for tuberculosis , with bacterial gamma-glutamyltranspeptidase .	of an efficient enzymatic production of gamma- @DRUG$ - glutamyl- @DRUG$ ( SCV - 07 ) , a prospective medicine for tuberculosis , with bacterial gamma-glutamyltranspeptidase .	The development of an efficient enzymatic production of gamma-glutamyl-@DRUG$ (SCV-07), a prospective medicine for tuberculosis, is reliant on the bacterial gamma-glutamyltranspeptidase.	1
1	@DRUG$ dose reduction and EPO use were more common in patients taking @DRUG$ compared with those not taking ZDV (P < 0.0001).	@DRUG$ dose reduction and EPO use were more common in patients taking @DRUG$ compared with those not taking zidovudine ( p < 0.0001 ) .	@DRUG$ dose reduction and EPO < were more common in ZDV taking @DRUG$ compared with those not taking patients ( P use 0.0001 ) .	@DRUG$ dose reduction and EPO use were more common in patients taking @DRUG$ compared with those not taking ZDV ( P 0.0001 ) .	Patients taking @DRUG$ were more likely to reduce their dose of @DRUG$ and to use EPO.	0
0	In part 1 of the study, patients were randomly assigned (1:1:1) via interactive response technology to receive either oral encorafenib 450 mg once daily plus oral binimetinib 45 mg twice daily (@DRUG$ plus binimetinib group), oral encorafenib 300 @DRUG$ once daily (encorafenib group), or oral vemurafenib 960 mg twice daily (vemurafenib group).	in part 1 of the analyse , patients were randomly assigned ( 1:1:1 ) via synergistic response technology to receive either oral encorafenib 450 mg once daily asset oral binimetinib 45 mg doubly daily ( @DRUG$ asset binimetinib group ) , oral encorafenib  @DRUG$ once daily ( encorafenib group ) , or oral vemurafenib 960 mg doubly daily ( vemurafenib group ) .	In part 1 of group study , patients oral randomly assigned ( 1:1:1 ) via interactive response technology plus receive to were encorafenib 450 mg once daily plus oral binimetinib 45 mg group daily ( @DRUG$ either binimetinib twice ) ( oral encorafenib 300 @DRUG$ once daily , encorafenib group ) , or oral vemurafenib 960 mg twice daily ( vemurafenib the ) .	In part 1 of the study , patients were randomly assigned ( 1:1:1 ) via interactive technology to receive either oral encorafenib mg once daily plus oral binimetinib 45 mg ( @DRUG$ plus binimetinib , oral encorafenib 300 @DRUG$ once daily ( encorafenib group ) or oral vemurafenib 960 mg daily ( vemurafenib group ) .	Patients in the @DRUG$ plus binimetinib group were randomly assigned ( 1:1:1 ) via interactive response technology to receive either oral encorafenib 450 mg once daily plus oral binimetinib 45 mg twice daily, oral encorafenib 300 mg once	1
0	METHODS: At least 7 days after receiving an initial single dose, twenty-eight patients received 0.5-3 @DRUG$/kg @DRUG$ thrice weekly for 4 weeks by intravenous infusion or subcutaneous injection.	METHODS : At to the lowest degree 7 days after receiving an initial i dose ,  - eight patients received 0.5 - 3 @DRUG$ / kg @DRUG$ thrice weekly for 4 weeks by intravenous infusion or subcutaneous injection .	METHODS : At least dose days after receiving an initial single 7 , twenty - eight patients received or - 3 @DRUG$ / 0.5 @DRUG$ thrice weekly for 4 weeks by intravenous infusion kg subcutaneous injection .	METHODS : At least 7 days after receiving an single dose , - eight received 0.5 - 3 @DRUG$ / kg @DRUG$ thrice weekly for 4 weeks by intravenous infusion or subcutaneous .	At least 7 days after receiving an initial single dose, twenty-eight patients received 0.5-3 @DRUG$/kg @DRUG$ thrice weekly for 4 weeks by intravenous infusion or subcutaneous injection.	0
0	Weighted @DRUG$ scores for spinosad- and @DRUG$-treated cats decreased 94.2% and 80.0% during the study, respectively.	Weighted @DRUG$ scores for spinosad - and @DRUG$ - treated cats decreased 94.2 % and 80.0 % during the canvass , severally .	Weighted @DRUG$ scores % for - and @DRUG$ - treated cats decreased 94.2 % and 80.0 spinosad during the study , respectively .	Weighted @DRUG$ scores for spinosad - and @DRUG$ - treated cats decreased 94.2 and 80.0 % during study , respectively .	Spinosad - treated cats had a 94.2 % decrease in weighted @DRUG$ scores, while @DRUG$ - treated cats had an 80.0 % decrease in weighted DRUGA scores.	0
0	Combination of LErafAON (i.v., 25 mg/kg/dose, x10/13) with gemcitabine (i.v., 75 mg/kg/dose, x4/6) also caused a significant tumor growth inhibition in the two pancreatic carcinoma models studied (Aspc-1: LErafAON+gemcitabine versus gemcitabine, p<0.0001, n=7; Colo 357: @DRUG$+@DRUG$ versus gemcitabine, p<0.002, n =5).	Combination of LErafAON ( i.v. , 25 mg/kg / social disease , x10/13 ) with gemcitabine ( i.v. , 75 atomic number  /kg / social disease , x4/6 ) also caused a significant tumour growth forbiddance in the two pancreatic carcinoma models studied ( Aspc - ane : LErafAON + gemcitabine versus gemcitabine , p<0.0001 , n=7 ; Colo 357 : @DRUG$ +@DRUG$ versus gemcitabine , p<0.002 , nitrogen =5 ) .	Combination of LErafAON ( i.v. , 25 dose / mg/kg , x10/13 ) with gemcitabine ( i.v. , 75 mg ( / dose , x4/6 studied also caused Aspc significant tumor growth inhibition in the ; pancreatic carcinoma models ) /kg a - 1 : LErafAON + gemcitabine versus gemcitabine , p<0.0001 , n=7 two Colo 357 : @DRUG$ +@DRUG$ ) gemcitabine , p<0.002 , n =5 versus .	Combination of LErafAON ( i.v. , 25 mg/kg / dose , x10/13 ) with gemcitabine ( i.v. , 75 mg /kg / dose , also caused a tumor growth in the two pancreatic carcinoma models studied ( Aspc - 1 : LErafAON + gemcitabine versus gemcitabine , p<0.0001 , n=7 ; Colo 357 : @DRUG$ +@DRUG$ versus gemcitabine , , =5 ) .	Combination of LErafAON ( i.v. , 25 mg/kg / dose , x10/13 ) with gemcitabine ( i.v. , 75 mg /kg / dose , x4/6 ) also caused a significant tumor growth inhibition in the two pancreatic	1
0	New DNA synthesis, VEGF, BMP-2, @DRUG$ activity, bone sialoprotein, osteopontin expression, and mineralization were determined by [(3)H] @DRUG$ incorporation assay, ELISA, biochemical assay, western blotting, and Alizarin Red staining, respectively.	fresh DNA deductive reasoning , VEGF , BMP -2 , @DRUG$ activity , bone sialoprotein , osteopontin expression , and mineralization were determined by [ ( 3 ) H ] @DRUG$ incorporation assay , ELISA , biochemical assay , western blotting , and Alizarin reddish staining , severally .	New DNA synthesis , VEGF , , -2 , @DRUG$ activity , 3 sialoprotein , osteopontin expression , and mineralization were determined biochemical [ ( bone ) H ] @DRUG$ incorporation assay , ELISA , by assay BMP western blotting , and Alizarin Red staining , respectively .	New DNA synthesis , VEGF , BMP -2 , @DRUG$ activity , bone sialoprotein , osteopontin expression , and mineralization were determined by [ ( 3 ) H ] @DRUG$ assay , ELISA , biochemical assay , western blotting , and Alizarin Red staining .	New DNA synthesis, VEGF, BMP-2, @DRUG$ activity, bone sialoprotein, osteopontin expression, and mineralization were determined by [ (3)H]@DRUG$ incorporation assay, ELISA, biochemical assay, western blotting, and Al	0
0	In contrast, vacuolation has not yet been demonstrated with agents acting at the @DRUG$ (@DRUG$-687,414) or polyamine (eliprodil) modulatory sites of the NMDA receptor complex suggesting that agents acting at these sites may have a greater potential therapeutic window.	In contrast , vacuolation has not yet been demonstrated with agents performing at the @DRUG$ ( @DRUG$ - 687,414 ) or polyamine ( eliprodil ) modulatory sites of the NMDA sense organ complex hint that agents performing at these sites may have a great potential therapeutic window .	not contrast , vacuolation acting In yet been demonstrated with agents has at the @DRUG$ sites @DRUG$ - 687,414 polyamine or ) ( eliprodil ) modulatory sites of the NMDA receptor complex suggesting that agents acting at these ( may have a greater potential therapeutic window .	In contrast has not yet been demonstrated with agents the @DRUG$ ( @DRUG$ 687,414 ) or polyamine ( eliprodil ) modulatory sites of the NMDA receptor complex suggesting that agents acting at these sites may have a greater potential therapeutic window .	agents acting at the @DRUG$ site may have a greater potential therapeutic window	1
0	CGS 20267 is a new non-steroidal compound which potently inhibits aromatase in vitro (IC50 of 11.5 nM) and in vivo (ED50 of 1-3 micrograms/kg @DRUG$.o.), CGS 20267 maximally inhibits estradiol production in vitro in LH-stimulated hamster ovarian tissue at 0.1 microM with an IC50 of 0.02 microM and does not significantly affect @DRUG$ production up to 350 microM.	CGS 20267 is a fresh non-steroidal compound which potently inhibits aromatase in vitro ( IC50 of 11.5 millimicron ) and in vivo ( ED50 of ace - 3 micrograms / kilo @DRUG$ .o. ) , CGS 20267 maximally inhibits estradiol production in vitro in luteinizing hormone - stimulated hamster ovarian tissue paper at 0.1 microM with an IC50 of 0.02 microM and does not importantly affect @DRUG$ production up to 350 microM .	in 3 is a new non-steroidal compound which potently inhibits aromatase in vitro ( IC50 microM 11.5 nM ) and in vivo ( ED50 of 1 - 20267 micrograms / kg @DRUG$ .o. ) , of 20267 maximally inhibits estradiol 0.1 IC50 vitro in LH - stimulated hamster ovarian tissue at production microM with an CGS of to microM and does not significantly affect @DRUG$ production up 0.02 350 CGS .	CGS 20267 is a new non-steroidal compound which inhibits aromatase in vitro ( of 11.5 nM ) and in vivo ( ED50 of 1 - 3 micrograms / kg @DRUG$ .o. ) , CGS 20267 maximally inhibits estradiol production in vitro in LH - stimulated tissue 0.1 microM with an IC50 of 0.02 microM and does not significantly affect @DRUG$ production to 350 microM .	CGS 20267 is a new non-steroidal compound which potently inhibits aromatase in vitro ( IC50 of 11.5 nM ) and in vivo ( ED50 of 1 - 3 micrograms / kg @DRUG$ .o. ) , CGS 20267 maximally	1
1	@DRUG$ and other 5-HT(3)-receptor antagonists are first-line agents for acute chemotherapy-induced nausea and vomiting (CINV), whereas combination therapy with @DRUG$(3)-receptor antagonists, dexamethasone and neurokinin (NK)-1 receptor antagonism (i.e., with the recently approved aprepitant) is an effective approach to prevent delayed CINV.	@DRUG$ and other  - HT ( trinity ) - receptor antagonists are first-line agents for acute chemotherapy - cause nausea and regurgitate ( CINV ) , whereas combination therapy with @DRUG$ ( trinity ) - receptor antagonists , dexamethasone intensol and neurokinin ( NK ) - 1 receptor antagonism ( id est , with the recently approved aprepitant ) is an effective approach to prevent delayed CINV .	@DRUG$ and other 5 first-line an ( 3 ) - receptor antagonists are - agents for acute chemotherapy - induced nausea ( vomiting ( CINV ) approved whereas combination therapy with @DRUG$ ( i.e. ) - receptor antagonists , dexamethasone and neurokinin prevent NK ) - 1 receptor antagonism ( 3 , with the recently , aprepitant ) is HT effective approach to and delayed CINV .	@DRUG$ and other 5 - HT ( 3 ) - receptor antagonists are agents for acute chemotherapy - induced nausea and ( ) , whereas therapy with @DRUG$ ( 3 - receptor antagonists , dexamethasone neurokinin ( NK ) - 1 receptor ( i.e. , recently approved aprepitant ) is effective approach to delayed CINV .	@DRUG$ is a first-line agent for acute chemotherapy-induced nausea and vomiting, while @DRUG$ is an effective approach to prevent delayed CINV.	0
0	The catalytic efficiency of CES1A1 for l-methylphenidate (k(cat)/K(m) = 7.7 mM(-1) min(-1)) is greater than that of d-methylphenidate (k(cat)/@DRUG$(@DRUG$) = 1.3-2.1 mM(-1) min(-1)).	The catalytic efficiency of CES1A1 for l-methylphenidate ( k( cat o nine tails ) / K( m ) = 7.7 millimeter ( -  ) min dialect ( -  ) ) is big than that of d-methylphenidate ( k( cat o nine tails ) / @DRUG$ ( @DRUG$ ) = 1.3-2.1 millimeter ( -  ) min( -  ) ) .	The = efficiency of CES1A1 for l-methylphenidate ) k( cat ) / K( m ) = 7.7 mM ( - 1 ) min ( 1 1 catalytic ) is greater than that of d-methylphenidate ( k( cat ) - @DRUG$ ( @DRUG$ ) ) 1.3-2.1 mM ( - 1 ( min( - / ) ) .	The catalytic efficiency of CES1A1 for l-methylphenidate ( k( cat ) / K( m = 7.7 mM ( - 1 ) min ( - 1 ) ) is greater than that of d-methylphenidate ( k( cat ) / @DRUG$ ( @DRUG$ ) = 1.3-2.1 mM ( - 1 ) min( - ) ) .	The catalytic efficiency of CES1A1 for l-methylphenidate ( k( cat ) / K( m ) = 7.7 mM ( - 1 ) min ( - 1 ) ) is greater than that of d-methylphenidate ( k( cat ) / @DRUG$ (	1
0	@DRUG$ ferrets were used in a crossover study to determine the anesthetic effects of intramuscular (I.@DRUG$.) medetomidine (80 microg/kg body weight), medetomidine (80 microg/kg body weight)-butorphanol (0.1 mg/kg body weight), medetomidine (80 microg/kg body weight)-ketamine (5 mg/kg body weight), and medetomidine (80 microg/kg body weight)-butorphanol (0.1 mg/kg body weight)-ketamine (5 mg/kg body weight).	@DRUG$ ferret were utilise in a crossover written report to square up the anesthetic agent event of intramuscular ( I.@DRUG$ . ) medetomidine ( 80 microg / kilo trunk angle ) , medetomidine ( 80 microg / kilo trunk angle ) - butorphanol ( 0.1 mg / kilo trunk angle ) , medetomidine ( 80 microg / kilo trunk angle ) - ketamine ( v mg / kilo trunk angle ) , and medetomidine ( 80 microg / kilo trunk angle ) - butorphanol ( 0.1 mg / kilo trunk angle ) - ketamine ( v mg / kilo trunk angle ) .	@DRUG$ ferrets were used in a crossover study microg determine the anesthetic effects weight intramuscular ( body . ) medetomidine ( 80 microg / 5 body weight ) , medetomidine ( body microg kg kg body weight ) kg butorphanol ) 0.1 body / kg I.@DRUG$ weight ) , medetomidine ( 80 to / / body of ) - ketamine ( 5 mg / kg 80 weight ) , and medetomidine ( 80 microg / - body weight ) - butorphanol ( 0.1 mg / kg body weight ( - ketamine ( kg mg / kg mg weight ) .	@DRUG$ were used in crossover study to determine the anesthetic effects of intramuscular ( I.@DRUG$ . ) medetomidine ( 80 microg / kg body weight ) , medetomidine ( 80 microg / kg body weight ) - butorphanol ( 0.1 mg / kg body weight ) , medetomidine 80 microg / kg body weight ) - ketamine ( 5 mg / kg body weight , and medetomidine ( microg / body weight ) - butorphanol ( 0.1 mg / kg body weight ) - ketamine ( 5 mg / kg body weight ) .	Ferrets were used in a crossover study to determine the anesthetic effects of intramuscular injections of medetomidine, medetomidine-butorphanol, medetomidine-ketamine, and medetomidine-butorphanol-ketamine.	1
1	Desvenlafaxine (DESV) is a newer antidepressant, which inhibits @DRUG$-norepinephrine reuptake neurotransmission, similarly to venlafaxine, milnacipran and @DRUG$.	Desvenlafaxine ( DESV ) is a newer antidepressant , which inhibits @DRUG$ - noradrenaline re uptake neurotransmission , similarly to venlafaxine , milnacipran and @DRUG$ .	Desvenlafaxine ( , ) is a newer and DESV which inhibits @DRUG$ - norepinephrine reuptake neurotransmission , similarly to venlafaxine , milnacipran antidepressant @DRUG$ .	Desvenlafaxine ( DESV ) a newer antidepressant , which inhibits @DRUG$ - norepinephrine reuptake neurotransmission , similarly to venlafaxine , milnacipran and @DRUG$ .	Desvenlafaxine ( DESV ) is a newer antidepressant that inhibits the neurotransmission of norepinephrine, similarly to venlafaxine, milnacipran, and other antidepressants.	1
1	@DRUG$ 30 microM did not inhibit the pressor responses induced by KCl (20 and 60 mumol) which were markedly reduced by 1 microM @DRUG$.	@DRUG$ 30 microM did not inhibit the pressor responses induced by KCl ( twenty and lx mumol ) which were markedly reduced by 1 microM @DRUG$ .	@DRUG$ 30 microM did not inhibit the pressor responses induced markedly KCl ( 20 by 60 mumol ) which were and reduced by 1 microM @DRUG$ .	@DRUG$ microM did not inhibit the pressor responses induced by KCl ( 20 and 60 mumol ) which were markedly reduced by microM @DRUG$ .	@DRUG$ does not inhibit the pressor responses induced by KCl ( 20 and 60 mumol ) which were markedly reduced by 1 microM @DRUG$ .	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-@DRUG$ polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, @DRUG$, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially available viva and injectable solvent conceptualisation reveals that the solubilizing excipients admit weewee - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetter ( Cremophor EL , Cremophor RH 40 , Cremophor RH lx , d-@DRUG$ polyethylene glycol  succinate , polysorbate 20 , polysorbate 80 , Solutol HS fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , weewee - indissoluble lipide ( beaver oil , corn oil , cottonseed oil , olea europaea oil , peanut oil , peppermint candy oil , false saffron oil , sesame oil , soybean plant oil , hydrogenated vegetable anele , hydrogenated soybean plant oil , and medium- ernst boris chain triglycerides of coconut oil and palm seed oil ) , organic liquidness / semi-solids ( beeswax , d-alpha-tocopherol , @DRUG$ , medium-chain mono- and diglycerides ) , several cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A , of hydrogenated available oral and , solution Cremophor , that the solubilizing excipients include water triglycerides castor organic oil ( polyethylene 40 300 , polyethylene glycol 400 , ethanol , propylene glycol vegetable glycerin surfactants N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) 400 non-ionic , ( Cremophor EL , Cremophor RH glycol organic formulations RH 60 , d-@DRUG$ polyethylene glycol 1000 succinate , polysorbate 20 injectable Labrafil 80 Labrafil Solutol HS 15 , sorbitan monooleate , poloxamer commercially , , M-1944CS , polysorbate M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and and mono- di-fatty and esters of PEG 300 , , , or 1750 ) , water - insoluble lipids ( soluble oil , corn oil , cottonseed solvents , olive oil , peanut oil , peppermint oil review safflower oil , sesame oil , soybean oil , hydrogenated , oils , L-alpha-dimyristoylphosphatidylcholine soybean oil , and medium- chain - of coconut oil and palm seed oil ) , , liquids / semi-solids ( beeswax , d-alpha-tocopherol , @DRUG$ , medium-chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin reveals and sulfobutylether - beta-cyclodextrin ) , acid phospholipids ( 407 soy phosphatidylcholine , distearoylphosphatidylglycerol , hydrogenated , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents polyethylene glycol 300 , polyethylene glycol 400 , , propylene glycol , glycerin , N-methyl - - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic ( Cremophor , Cremophor RH 40 , Cremophor RH 60 , d-@DRUG$ polyethylene glycol succinate , polysorbate 20 polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , M-2125CS , Labrasol , Gellucire 44/14 Softigen , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble oil , corn , cottonseed oil olive , peanut oil , peppermint oil , safflower , sesame oil , soybean oil , hydrogenated vegetable oils , soybean oil , and medium- triglycerides of coconut oil and palm seed oil ) , organic liquids / ( beeswax , d-alpha-tocopherol , @DRUG$ , medium-chain mono- and diglycerides ) various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	However, path analysis indicated that the direct effect of @DRUG$ was to worsen glycemic control whereas depression improvement had an independent beneficial effect on glycated @DRUG$.	However , path depth psychology point that the direct effect of @DRUG$ was to worsen glycemic control whereas depression improvement had an independent beneficial effect on glycated @DRUG$ .	was , path analysis indicated that the direct effect of @DRUG$ However to worsen glycemic control whereas independent improvement had an depression beneficial effect on glycated @DRUG$ .	However , path analysis indicated that the direct effect of @DRUG$ was to worsen glycemic control whereas depression improvement had an independent beneficial effect on glycated @DRUG$ .	@DRUG$ has a direct negative effect on glycemic control, while improvement in depression has a positive independent effect on glycated @DRUG$ .	0
0	The pattern of distribution of kp10 immunoreactivity in the hypothalamus suggests a role for kisspeptin in the estrogen-dependent regulation of @DRUG$ and @DRUG$ secretion in the ewe.	The pattern of distribution of kp10 immunoreactivity in the hypothalamus propose a role for kisspeptin in the estrogen- hooked regulation of @DRUG$ and @DRUG$ secretion in the ewe .	pattern The of distribution of kp10 immunoreactivity in the hypothalamus suggests a role for kisspeptin in the estrogen- dependent regulation of @DRUG$ ewe @DRUG$ secretion in the and .	The pattern of distribution of kp10 immunoreactivity in the hypothalamus suggests a role for kisspeptin in the estrogen- dependent regulation of @DRUG$ and @DRUG$ secretion in the ewe	Kisspeptin may play a role in the estrogen-dependent regulation of @DRUG$ and @DRUG$ secretion in ewes.	0
0	Subjects with a sitting diastolic blood pressure (DBP) > or = 95 mmHg were randomized to monotherapy with placebo, moexipiril 7.5 mg o.d., moexipril 15 @DRUG$ o.@DRUG$. or HCTZ 25 mg o.d. for 8 weeks.	Subjects with a sitting diastolic ancestry pressure ( DBP ) > or = 95 mmHg were randomized to monotherapy with placebo , moexipiril 7.5 magnesium overdose , moexipril xv @DRUG$ o.@DRUG$ . or HCTZ 25 magnesium overdose for 8 weeks .	Subjects for a sitting diastolic blood pressure ( DBP ) randomized = or 15 mmHg were > to monotherapy with placebo , moexipiril 7.5 mg o.d. , moexipril 95 @DRUG$ o.@DRUG$ . or HCTZ 25 mg o.d. with 8 weeks .	Subjects a sitting diastolic pressure ( DBP ) > or = 95 mmHg were randomized to placebo , moexipiril 7.5 mg o.d. , moexipril 15 @DRUG$ o.@DRUG$ . or HCTZ 25 mg o.d. for 8 weeks .	Subjects with a sitting diastolic blood pressure ( DBP ) > or = 95 mmHg were randomized to monotherapy with placebo , moexipiril 7.5 mg o.d. , moexipril 15 mg o.d. , or HCTZ 25 mg	1
0	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol, new generation antipsychotics represented by risperidone, olanzapine, @DRUG$, quetiapine, and aripiprazole, @DRUG$ well as, with those of preferential D2/3, D4, 5-HT1A, 5-HT2A, 5-HT2C, alpha1, and alpha2 receptor ligands.	The effect of sertindole was equate to those find with the denotation antipsychotic drugs clozapine and haloperidol , new coevals antipsychotics represented by risperidone , olanzapine , @DRUG$ , quetiapine , and aripiprazole , @DRUG$ intimately as , with those of discriminatory D2/3 , D4 , 5 - HT1A , 5 - HT2A , 5 - HT2C , alpha1 , and alpha2 receptor ligands .	D2/3 effect of sertindole , compared to those obtained with the reference D4 drugs clozapine and haloperidol , new generation antipsychotics represented by risperidone , olanzapine , @DRUG$ , quetiapine antipsychotic and aripiprazole , @DRUG$ well as , with those The preferential of 5 was , 5 - HT1A , , - HT2A , 5 - HT2C , alpha1 , and alpha2 receptor ligands .	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol new generation antipsychotics represented by risperidone , @DRUG$ , quetiapine , and aripiprazole , @DRUG$ well , with those of preferential D2/3 , D4 , 5 - HT1A , 5 - HT2A , 5 - HT2C alpha1 , and alpha2 receptor ligands .	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol , new generation antipsychotics represented by risperidone , olanzapine , @DRUG$ , quetiapine , and arip	1
0	At confluency, medium was replaced with 100 microL of varying concentrations of preservatives: benzalkonium chloride (BAK), methyl paraben (MP), sodium perborate (SP), chlorobutanol (Cbl), and stabilized @DRUG$ (Thi); varying concentrations of buffer: @DRUG$; media (viable control); and formalin (dead control).	At confluency , medium was interchange with 100 microL of varying concentrations of preservative : benzalkonium chloride ( BAK ) , methyl radical paraben ( MP ) , sodium perborate ( SP ) , chlorobutanol ( Cbl ) , and stabilized @DRUG$ ( Thi ) ; varying concentrations of buffer : @DRUG$ ; media ( executable control ) ; and formol ( bushed control ) .	At confluency , medium was replaced with 100 microL of Cbl concentrations , preservatives : benzalkonium chloride ( ( ) of methyl paraben ( MP ) , sodium perborate BAK SP ) , chlorobutanol dead varying ) ) ) stabilized @DRUG$ ( Thi and ; varying concentrations of buffer : @DRUG$ ; media ( viable control , ; and formalin ( ( control ) .	At confluency , medium was replaced with 100 microL of varying concentrations of preservatives : benzalkonium chloride ( ) , methyl paraben ( MP ) , sodium perborate ( SP ) , chlorobutanol ( Cbl ) , and stabilized @DRUG$ ( Thi ) ; varying concentrations of buffer : @DRUG$ ; media ( viable control ) ; formalin ( dead control ) .	At confluency, medium was replaced with 100 microL of varying concentrations of preservatives: benzalkonium chloride (BAK), methyl paraben (MP), sodium perborate (SP), chlorobutanol (Cbl), and stabilized @DRUG$ (Thi); varying	1
0	Aliskiren 150 mg is as effective @DRUG$ @DRUG$ 150 mg in lowering blood pressure.	Aliskiren 150 mg is as effective @DRUG$ @DRUG$ 150 mg in lowering rake pressure .	Aliskiren lowering mg is as effective @DRUG$ @DRUG$ 150 mg in 150 blood pressure .	Aliskiren 150 mg is as effective @DRUG$ @DRUG$ 150 mg in lowering blood pressure .	Aliskiren 150 mg is as effective as @DRUG$ 150 mg in lowering blood pressure.	1
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/@DRUG$, enalapril 10 or 20 mg/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, @DRUG$ 20 mg/d, perindopril 4 mg/d, and verapamil ER 120 to 240 mg/d.	In comparative trials in the management of hypertension , mavik 1 to quartet mg /d was statistically indistinguishable from or superior to captopril 100 mg / @DRUG$ , vasotec  or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 mg /d , nifedipine emergency room 30 or 40 mg/d , @DRUG$ 20 mg /d , perindopril quartet mg /d , and isoptin emergency room 120 to 240 mg/d .	captopril comparative trials in the management of hypertension , trandolapril 1 to , mg /d was statistically indistinguishable mg or superior to In 100 mg / @DRUG$ , enalapril 10 or , mg /d 4 hydrochlorothiazide ( HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg/d 20 @DRUG$ 20 from /d , ER 4 mg /d 120 and verapamil perindopril , to 240 mg/d .	In comparative trials management hypertension , trandolapril 1 to 4 mg /d was statistically indistinguishable from or superior to captopril 100 mg / @DRUG$ , enalapril 10 or 20 mg /d , hydrochlorothiazide HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg/d , @DRUG$ 20 mg /d , perindopril 4 mg /d , and verapamil ER 120 to 240 mg/d .	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
0	These results unequivocally establish NPC1L1 @DRUG$ the direct target of @DRUG$ and should facilitate efforts to identify the molecular mechanism of cholesterol transport.	These solution unequivocally establish NPC1L1 @DRUG$ the direct target of @DRUG$ and should facilitate exertion to identify the molecular mechanism of cholesterol transport .	unequivocally results These establish NPC1L1 @DRUG$ the molecular target of @DRUG$ and should facilitate efforts to identify the direct mechanism of cholesterol transport .	These unequivocally establish NPC1L1 @DRUG$ the direct target of @DRUG$ and should facilitate efforts to identify the molecular mechanism of cholesterol transport .	@DRUG$ is the direct target of @DRUG$.	0
0	CONCLUSIONS: @DRUG$ was more effective than placebo and is safe and well tolerated @DRUG$ migraine prophylaxis.	CONCLUSIONS : @DRUG$ was more effective than placebo and is safe and comfortably tolerated @DRUG$ migraine prophylaxis .	CONCLUSIONS : @DRUG$ tolerated more effective than placebo and is safe and well was @DRUG$ migraine prophylaxis .	CONCLUSIONS : @DRUG$ was more effective than placebo and is safe and well tolerated @DRUG$ migraine prophylaxis .	@DRUG$ was more effective than placebo and is safe and well tolerated for migraine prophylaxis.	1
0	A fixed combination of brimonidine and timolol, available in some countries, reduces IOP @DRUG$ effectively as concomitant therapy with @DRUG$ and timolol and offers the convenience of 2 drugs in a single eyedrop.	A mend combination of brimonidine and timolol , available in some countries , reduces IOP @DRUG$ effectively as concomitant therapy with @DRUG$ and timolol and offers the convenience of deuce drug in a single eyedrop .	A fixed combination , 2 and timolol of available in some countries , reduces the @DRUG$ effectively as concomitant therapy with @DRUG$ and timolol and offers IOP convenience of brimonidine drugs in a single eyedrop .	A fixed of brimonidine and timolol , available in some countries , reduces IOP @DRUG$ effectively as therapy with @DRUG$ and timolol and offers the convenience of 2 in a single eyedrop .	@DRUG$ is an effective treatment for lowering IOP when used in combination with @DRUG$ and timolol.	0
0	Pgp also pumped eslicarbazepine @DRUG$ and oxcarbazepine, as well @DRUG$ their active metabolite (S)-licarbazepine.	Pgp also wired eslicarbazepine @DRUG$ and oxcarbazepine , as well @DRUG$ their active agent metabolite ( S ) - licarbazepine .	Pgp also licarbazepine pumped @DRUG$ and oxcarbazepine , as well @DRUG$ their active metabolite ( S ) - eslicarbazepine .	Pgp also pumped eslicarbazepine @DRUG$ and oxcarbazepine , as well @DRUG$ their active metabolite ( S ) - licarbazepine .	Pgp also pumped eslicarbazepine and oxcarbazepine , as well as their active metabolite ( S ) - licarbazepine .	1
0	For the @DRUG$ 25 mg/kg @DRUG$.o. dose, plasma Cmax values of TP and T were 100 times less than those of cortisol.	For the @DRUG$  mg / kg @DRUG$.o. dose , plasma Cmax values of TP and T were 100 times lupus erythematosus than those of cortisol .	For the cortisol 25 mg / kg @DRUG$.o. dose , plasma Cmax values of TP and T were 100 times @DRUG$ than those of less .	For the @DRUG$ 25 mg / kg @DRUG$.o. dose , plasma Cmax of TP and were 100 times less than those of cortisol	For the @DRUG$ 25 mg / kg @DRUG$.o. dose, plasma Cmax values of TP and T were 100 times less than those of cortisol.	0
0	Suriclone binding sites are, like @DRUG$ sites, protected from thermal inactivation by @DRUG$ (GABA) (10 microM), but only flunitrazepam binding is enhanced by GABA.	Suriclone truss sites are , care @DRUG$ sites , protected from thermal inactivation by @DRUG$ ( gamma aminobutyric acid ) ( 10 microM ) , but only flunitrazepam truss is enhanced by gamma aminobutyric acid .	Suriclone binding sites , , like @DRUG$ sites are protected from , inactivation by @DRUG$ ( GABA ) ( 10 microM ) thermal but only binding flunitrazepam is enhanced by GABA .	Suriclone binding sites are , @DRUG$ sites , protected from thermal inactivation @DRUG$ ( GABA ) ( 10 microM ) , but only flunitrazepam binding enhanced by GABA	@DRUG$ sites are protected from thermal inactivation by @DRUG$ ( GABA ), but only flunitrazepam binding is enhanced by GABA .	0
0	METHODS: In this multicenter, double-blind, placebo-controlled phase I study, 13 subjects were randomized to single-dose intravenous placebo or 1 mg/kg @DRUG$ (day 0; cohort 1), and 14 subjects were randomized to 3 monthly subcutaneous doses of placebo or 100 or 200 @DRUG$ of benralizumab (days 0, 28, and 56; cohort 2).	METHODS : In this multicenter , bivalent - blind , placebo- controlled phase I study , 13 subjects were randomized to single - window pane intravenous placebo or 1 milligram / kilo @DRUG$ ( day zero ; age group 1 ) , and 14 subjects were randomized to 3 monthly subcutaneous doses of placebo or 100 or  @DRUG$ of benralizumab ( days zero , 28 , and 56 ; age group 2 ) .	subjects - In this multicenter , double : blind , placebo- kg phase I study , 13 to were randomized to single - dose intravenous placebo or 1 mg / controlled @DRUG$ ( day 0 ; cohort 1 ) , and ( subjects were randomized METHODS 3 monthly subcutaneous doses of placebo or 100 or ) @DRUG$ of benralizumab 14 days 0 , 28 , and 200 ; cohort 2 56 .	METHODS : In this multicenter , - blind , placebo- controlled phase I study , 13 subjects were randomized single dose intravenous placebo or 1 mg / kg @DRUG$ ( day 0 ; cohort 1 ) , 14 were randomized to 3 monthly subcutaneous doses of placebo or 100 or 200 @DRUG$ of benralizumab ( days 0 , 28 , and 56 ; 2 ) .	In this study, subjects were randomized to receive a single dose of intravenous @DRUG$ or placebo, and then were randomized to receive 3 monthly doses of subcutaneous placebo or benralizumab.	1
0	The killing action of marbofloxacin had the characteristics of concentration dependency against @DRUG$. haemolytica and @DRUG$-dependency (on time and concentration) against P. multocida.	The killing action of marbofloxacin had the characteristics of assiduousness dependency against @DRUG$ . haemolytica and @DRUG$ - dependency ( on fourth dimension and assiduousness ) against P. multocida .	The and action dependency marbofloxacin had the characteristics of concentration of against @DRUG$ . haemolytica and @DRUG$ - dependency ( on time killing concentration ) against P. multocida .	killing action of marbofloxacin had the of concentration dependency against . haemolytica and @DRUG$ dependency ( on time and concentration ) against P. .	The more marbofloxacin is concentrated, the more it kills @DRUG$ . haemolytica . However, the relationship between marbofloxacin and P. multocida is not as clear-cut; the concentration of marbofloxac	1
0	In this group of patients, ADL scores improved in the entacapone group (p < 0.01 v placebo), and there was also a 40 @DRUG$ reduction in levodopa requirement (@DRUG$ < 0.01 v placebo).	in this group of patients , ADL scores improved in the entacapone group ( p < 0.01 v placebo ) , and there was too a  @DRUG$ reduction in larodopa requirement ( @DRUG$ < 0.01 v placebo ) .	In also group of patients , ADL ) improved in the this group ( p < 0.01 v placebo scores , and there was entacapone a 40 @DRUG$ reduction in levodopa requirement ( @DRUG$ < 0.01 v placebo ) .	In this group of , ADL scores improved in the entacapone group ( p < 0.01 v placebo ) , and there was also a 40 @DRUG$ reduction in levodopa requirement ( @DRUG$ < 0.01 v placebo .	In this group of patients, ADL scores improved more in the entacapone group than in the placebo group, and there was also a greater reduction in levodopa requirement in the entacapone group than in the placebo group.	1
0	Similarly, there was a significant increase in high-density lipoprotein cholesterol at the end of 12 weeks (10% increase in @DRUG$ @DRUG$ group and 9% increase in micronized fenofibrate group); but the difference between the group was not statistically significant (P = 0.598).	Similarly , there was a substantial increase in high-density lipoprotein cholesterin at the remnant of 12 calendar week ( 10 % increase in @DRUG$ @DRUG$ group and niner % increase in micronized fenofibrate group ) ; but the difference between the group was not statistically substantial ( P = 0.598 ) .	Similarly , cholesterol was end significant increase in high-density lipoprotein P there ; a of 12 weeks ( 10 % increase in @DRUG$ @DRUG$ group and 9 % increase in micronized fenofibrate group ) the but the difference between the group was not statistically significant ( at = 0.598 ) .	Similarly , there was a increase in high-density lipoprotein cholesterol at the end of 12 weeks ( 10 % increase in @DRUG$ @DRUG$ group 9 % increase in micronized fenofibrate group ) but the difference between the group was not statistically significant ( P 0.598 ) .	There was a significant increase in high-density lipoprotein cholesterol at the end of 12 weeks ( 10 % increase in @DRUG$ @DRUG$ group and 9 % increase in micronized fenofibrate group ); but the difference between the group was not statistically significant ( P = 0	0
0	This article reviews the pharmacology, mechanism of action, and pharmacokinetic properties of @DRUG$, as well @DRUG$ nelarabine's clinical efficacy in T-ALL, T-LBL, and other hematologic malignancies.	This article reviews the pharmacology , mechanics of action , and pharmacokinetic properties of @DRUG$ , as well @DRUG$ nelarabine 's clinical efficacy in T-ALL , T-LBL , and other haematological malignance .	This article , the pharmacology , mechanism of action , and and properties of @DRUG$ T-ALL as well @DRUG$ nelarabine 's clinical efficacy in , , T-LBL reviews pharmacokinetic other hematologic malignancies .	This article reviews the pharmacology , mechanism of action , and pharmacokinetic properties of @DRUG$ , as well @DRUG$ nelarabine 's clinical efficacy in T-ALL , T-LBL , and hematologic malignancies .	@DRUG$ is a drug that has been found to be effective in treating T-ALL, T-LBL, and other hematologic malignancies. @DRUG$ is a drug that is structurally similar to DRUGA, and is also effective in treating these types of cancer.	0
0	This study was aimed to determine whether @DRUG$-glycoprotein (P-gp) plays functional and preventive role in cellular accumulation and cytotoxicity of @DRUG$ and its active metabolite amrubicinol by in vitro transport and toxicity experiments.	This study was aimed to mold whether @DRUG$ - glycoprotein ( P- general practitioner ) plays functional and hitch role in cellular accumulation and cytotoxicity of @DRUG$ and its active metabolite amrubicinol by in vitro transport and toxicity experiments .	This study functional aimed to determine metabolite @DRUG$ - glycoprotein ( P- gp ) plays was and preventive role in cellular accumulation and cytotoxicity of @DRUG$ and its active whether amrubicinol by experiments vitro transport and toxicity in .	This study was aimed to determine whether @DRUG$ - glycoprotein ( P- gp ) plays functional and preventive role in cellular accumulation and cytotoxicity @DRUG$ and its active amrubicinol by in vitro transport and toxicity .	The study found that @DRUG$ helps to prevent the accumulation and cytotoxicity of @DRUG$ and its active metabolite amrubicinol.	0
1	These results suggest that @DRUG$ strongly blocks the central postsynaptic @DRUG$ receptors.	These results advise that @DRUG$ strongly blocks the central postsynaptic @DRUG$ receptors .	These results suggest that @DRUG$ strongly blocks central the postsynaptic @DRUG$ receptors .	These results suggest @DRUG$ strongly blocks the central postsynaptic @DRUG$ receptors .	@DRUG$ blocks the central postsynaptic @DRUG$ receptors.	0
0	Nitrate reduction to @DRUG$, @DRUG$ and ammonia by gut bacteria under physiological conditions.	Nitrate diminution to @DRUG$ , @DRUG$ and ammonia by gut bacteria under physiological conditions .	Nitrate reduction to @DRUG$ , @DRUG$ gut ammonia by and bacteria under physiological conditions .	Nitrate reduction to @DRUG$ @DRUG$ and ammonia gut bacteria under physiological conditions .	Nitrate reduction to @DRUG$ and @DRUG$ by gut bacteria under physiological conditions.	0
0	Supplementing the @DRUG$ protein and sucrose-based diet with levels of 1.1, 5.5, 16.5, and 55 ppm of efrotomycin reduced the numbers of C. perfringens organisms in ileal contents of chicks (all @DRUG$ less than .01).	Supplementing the @DRUG$ protein and sucrose- base diet with dismantle of 1.1 , 5.5 , 16.5 , and lv ppm of efrotomycin reduced the numbers of C. perfringens organism in ileal contents of chicks ( all @DRUG$ less than .01 ) .	Supplementing the @DRUG$ protein the sucrose- numbers diet of levels of 1.1 , 5.5 , 16.5 , and 55 ppm C. efrotomycin reduced and based of of perfringens organisms in ileal contents with chicks ( all @DRUG$ less than .01 ) .	Supplementing the @DRUG$ protein and sucrose- based diet with levels 1.1 , 5.5 16.5 , and 55 ppm efrotomycin reduced the numbers of C. perfringens organisms in ileal contents of ( all @DRUG$ less than .01 .	Supplementing the @DRUG$ protein and sucrose- based diet with levels of 1.1 , 5.5 , 16.5 , and 55 ppm of efrotomycin reduced the numbers of C. perfringens organisms in ileal contents of chicks ( all @DRUG$ less	0
0	The basis of the antioxygenic role of selenium in these systems was elucidated by the discovery of Rotruck et al. (1973) that @DRUG$ is a component of rat erythrocyte @DRUG$ peroxidase.	The cornerstone of the antioxygenic role of selenium in these systems was elucidated by the breakthrough of Rotruck et alabama . ( 1973 ) that @DRUG$ is a component of rat erythrocyte @DRUG$ peroxidase .	of basis of the a role of selenium in these systems was ) by the discovery The Rotruck et al . ( 1973 elucidated that @DRUG$ is antioxygenic component of rat erythrocyte @DRUG$ peroxidase .	The basis of the role of selenium in these systems was elucidated by discovery of Rotruck et . ( 1973 ) that @DRUG$ is a component of rat erythrocyte @DRUG$ peroxidase .	Rotruck et al. (1973) discovered that @DRUG$ is a component of rat erythrocyte @DRUG$ peroxidase.	0
0	Normal B lymphocytes were @DRUG$ sensitive as B-CLL cells to @DRUG$-induced apoptosis.	pattern B lymphocytes were @DRUG$ sensitive as B -CLL cells to @DRUG$ - induced apoptosis .	were B lymphocytes Normal @DRUG$ sensitive as B -CLL cells to @DRUG$ - induced apoptosis .	Normal B lymphocytes were @DRUG$ sensitive as B -CLL cells to @DRUG$ - induced apoptosis .	Normal B lymphocytes were more likely to die when exposed to @DRUG$ than B -CLL cells.	1
0	METHODS: In this prospective, randomized, masked, placebo-controlled study dogs were treated daily with @DRUG$ (2 @DRUG$/kg) per OS or placebo.	METHODS : inwards this prospective , randomized , masked , placebo- controlled study dogs were plow day to day with @DRUG$ ( 2 @DRUG$ / kg ) per OS or placebo .	METHODS : In this prospective , randomized , masked , placebo- controlled study 2 were treated daily OS @DRUG$ or dogs @DRUG$ / kg ) per with ( placebo .	METHODS : In this , randomized , masked , placebo- controlled study dogs were treated daily @DRUG$ ( 2 @DRUG$ / kg ) per OS or placebo .	 Dogs were treated daily with either @DRUG$ ( 2 @DRUG$ / kg ) per OS or placebo .	0
0	The clinical efficacy and safety of 200 mg @DRUG$ given with each daily @DRUG$ dose was studied.	The clinical efficacy and safety device of 200 mg @DRUG$ given with each daily @DRUG$ dose was studied .	mg clinical efficacy and safety of 200 The @DRUG$ given with each daily @DRUG$ dose was studied .	The clinical efficacy and safety of 200 mg @DRUG$ given with each @DRUG$ dose studied .	The clinical efficacy and safety of 200 mg @DRUG$ given with each daily @DRUG$ dose was studied ."DRUGA and DRUGB are related in that they are both medications that were studied for their clinical efficacy and safety when given together.	0
0	Among the various inhibitors tested, p-nitrophenyl @DRUG$'-guanidinobenzoate, N,N-dimethylamino p-(p'-guanidinobenzoyloxy)-benzoyl glycolate and N,N-dimethylamino p-(p'-guanidinobenzoyloxy)-benzilcarbonyloxy glycolate were the most effective inhibitors of @DRUG$, plasmin, plasma kallikrien and thrombin, and they strongly inhibited the esterolytic activities of C1r- and C1 esterase.	Among the various inhibitors screen , p-nitrophenyl @DRUG$ '- guanidinobenzoate , N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) - benzoyl glycolate and N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) - benzilcarbonyloxy glycolate were the most in effect inhibitors of @DRUG$ , plasmin , plasma kallikrien and thrombin , and they powerfully inhibit the esterolytic bodily function of C1r - and C1 esterase .	of the various inhibitors tested , p-nitrophenyl @DRUG$ '- activities , N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) , C1 glycolate and N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) - benzilcarbonyloxy glycolate were the most effective inhibitors Among @DRUG$ , plasmin , plasma of and thrombin - and they strongly inhibited the esterolytic guanidinobenzoate kallikrien C1r - and benzoyl esterase .	Among the various inhibitors , p-nitrophenyl @DRUG$ guanidinobenzoate , p-(p'-guanidinobenzoyloxy ) - benzoyl glycolate and N,N-dimethylamino - benzilcarbonyloxy glycolate were the most effective inhibitors of @DRUG$ , plasmin , plasma kallikrien and , and they strongly inhibited the esterolytic activities of C1r - and C1 .	@DRUG$ is a more effective inhibitor of @DRUG$ than any of the other inhibitors tested.	0
0	Fluvastatin has been considered to be metabolised to 5-hydroxy fluvastatin (@DRUG$-2), 6-hydroxy @DRUG$ (M-3) and N-desisopropyl fluvastatin (M-5) in human liver microsomes by primarily CYP2C9.	Fluvastatin has been considered to be metabolize to little phoebe - hydroxy fluvastatin ( @DRUG$ - 2 ) , 6- hydroxy @DRUG$ ( M- 3 ) and N-desisopropyl fluvastatin ( M- little phoebe ) in human being liver microsome by primarily CYP2C9 .	M- has been considered M- be metabolised to 5 - hydroxy fluvastatin ( @DRUG$ - 2 ) 6- , hydroxy @DRUG$ by Fluvastatin 3 ) and N-desisopropyl fluvastatin ( to 5 ) in human liver microsomes ( primarily CYP2C9 .	Fluvastatin has been considered to be metabolised to 5 - hydroxy fluvastatin ( @DRUG$ - 2 ) , 6- hydroxy @DRUG$ ( M- 3 ) and N-desisopropyl fluvastatin ( M- 5 ) in human liver microsomes by primarily CYP2C9 .	Fluvastatin is metabolized to 5-hydroxy fluvastatin (@DRUG$-2), 6-hydroxy @DRUG$ (M-3), and N-desisopropyl fluvastatin (M-5) in human liver microsomes by	0
1	An interaction with @DRUG$ or neurosteroid binding sites also was excluded because STP-mediated increase of decay time was still observed when these sites were initially saturated (by clobazam, @DRUG$, or pregnanolone) or blocked (by flumazenil or dehydroepiandrosterone sulfate), respectively.	an interaction with @DRUG$ or neurosteroid binding sites also was excluded because STP - mediated increase of crumble metre was still observed when these sites were ab initio saturated ( by clobazam , @DRUG$ , or pregnanolone ) or blocked ( by flumazenil or dehydroepiandrosterone sulfate ) , respectively .	An interaction increase @DRUG$ or neurosteroid binding sites also was excluded because STP - mediated with of decay time these pregnanolone observed when was sites were initially saturated ( by clobazam , @DRUG$ , or flumazenil ) or blocked ( by still or dehydroepiandrosterone sulfate ) , respectively .	interaction with @DRUG$ or neurosteroid binding sites also was excluded because STP - mediated increase decay time was still observed when these sites were initially saturated ( by clobazam , @DRUG$ , or pregnanolone ) blocked ( by flumazenil or dehydroepiandrosterone sulfate ) , respectively .	The increase in decay time caused by STP was still observed when these sites were initially saturated ( by clobazam , @DRUG$ , or pregnanolone ) or blocked ( by flumazenil or dehydroepiandrosterone sulfate ) , respectively .	1
1	Two studies were conducted in healthy volunteers to evaluate the effects of @DRUG$ and cimetidine on the pharmacokinetics of the oral antimigraine compound @DRUG$.	Two studies were channel in healthy volunteers to evaluate the effects of @DRUG$ and cimetidine on the pharmacokinetics of the viva antimigraine compound @DRUG$ .	Two studies were conducted in on the to evaluate volunteers effects of @DRUG$ and cimetidine healthy the pharmacokinetics of the oral antimigraine compound @DRUG$ .	Two studies were conducted in healthy volunteers to evaluate the effects of @DRUG$ and cimetidine on the pharmacokinetics the oral compound @DRUG$	The two studies showed that cimetidine, a drug that interferes with the way the body breaks down drugs, increased the amount of @DRUG$ in the blood.	1
0	Comparative effects of @DRUG$ and @DRUG$ in the treatment of seasonal allergic rhinitis.	Comparative effects of @DRUG$ and @DRUG$ in the treatment of seasonal worker allergic rhinitis .	Comparative effects of @DRUG$ and @DRUG$ of the treatment in seasonal allergic rhinitis .	Comparative of @DRUG$ and @DRUG$ in the treatment of seasonal allergic rhinitis	The effects of @DRUG$ are compared to the effects of @DRUG$ in the treatment of seasonal allergic rhinitis.	0
0	The pharmacokinetics and metabolism of @DRUG$-@DRUG$ were determined in 10 patients with idiopathic Parkinson's disease after intravenous infusion of 30 micrograms.kg-1 in 15 min.	The pharmacokinetics and metabolism of @DRUG$ - @DRUG$ were determined in 10 patients with idiopathic Parkinson 's disease after intravenous extract of 30 mcg .kg - 1 in  min .	The pharmacokinetics and patients disease @DRUG$ - @DRUG$ in determined in 10 metabolism with idiopathic Parkinson 's of after intravenous infusion of 30 micrograms .kg - 1 were 15 min .	The pharmacokinetics and of @DRUG$ - @DRUG$ were determined in 10 patients with idiopathic Parkinson 's disease after intravenous infusion of 30 micrograms .kg - 1 in 15 .	The pharmacokinetics (how the drug is absorbed, distributed, metabolized, and excreted) and metabolism (the chemical changes that a drug undergoes in the body) of @DRUG$ - @DRUG$ were determined in 10 patients with idiopathic Parkinson's disease after intravenous	0
0	Study objectives included determination of the maximum tolerated dose (MTD) and dose-limiting toxicity (DLT) under normal and mildly hypoxic conditions, and following @DRUG$-administration with steady-state sildenafil, assessment of nitrite pharmacokinetics, and evaluation of the fraction exhaled nitric oxide (FENO) and concentrations of iron-nitrosyl hemoglobin (Hb(@DRUG$)-NO) and S-nitrosothiols (R-SNO) as biomarkers of local and systemic NO exposure, respectively.	Study target included determination of the maximal suffer venereal disease ( MTD ) and dose-limiting toxicity ( DLT ) under convention and mildly hypoxic conditions , and conform to @DRUG$ - administration with becalm -state sildenafil , assessment of nitrite pharmacokinetics , and evaluation of the fraction exhaled nitric oxide ( FENO ) and concentrations of iron-nitrosyl hemoglobin ( Hb ( @DRUG$ ) - NO ) and S-nitrosothiols ( R- SNO ) as biomarkers of local and systemic NO picture , respectively .	Study objectives DLT ) pharmacokinetics the toxicity tolerated dose ) MTD ) and dose-limiting maximum ( included ) under normal and mildly hypoxic conditions of and iron-nitrosyl @DRUG$ , administration with steady -state sildenafil , assessment of nitrite - , and evaluation of the fraction exhaled nitric oxide ( FENO ) and concentrations of following hemoglobin ( Hb ( @DRUG$ ( - NO determination and S-nitrosothiols ( R- SNO ) as biomarkers of local and systemic NO exposure , respectively .	Study objectives included determination of the maximum tolerated ( MTD ) and dose-limiting ( DLT ) under normal and mildly hypoxic conditions and following @DRUG$ - administration steady -state sildenafil of nitrite pharmacokinetics , and evaluation of the fraction exhaled oxide ( FENO ) and concentrations of iron-nitrosyl hemoglobin ( Hb ( @DRUG$ ) - NO ) and S-nitrosothiols ( R- SNO ) as biomarkers of local and systemic NO exposure respectively .	The study objectives were to determine the maximum tolerated dose (MTD) and dose-limiting toxicity (DLT) of @DRUG$ when administered with steady-state sildenafil, assess the nitrite pharmacokinetics, and evaluate the fraction exhaled nitric oxide (FEN	1
0	The @DRUG$(@DRUG$) values for 2-monoacylglycerols were 2- to 4-fold higher than that of the corresponding 1-monoacylglycerol.	The @DRUG$ ( @DRUG$ ) values for 2 - monoacylglycerols were 2 - to 4 - fold in high spirits than that of the like 1 - monoacylglycerol .	The @DRUG$ ( @DRUG$ ) values - 2 - monoacylglycerols were 2 1 to 4 - fold higher than that of the corresponding for - monoacylglycerol .	The @DRUG$ ( @DRUG$ ) values for 2 - monoacylglycerols were - to 4 - fold higher than that of corresponding - monoacylglycerol .	The @DRUG$ ( @DRUG$ ) values for 2 - monoacylglycerols were 2 - to 4 - fold higher than that of the corresponding 1 - monoacylglycerol .	0
0	Coadministration with other HIV-1 PIs continues to be studied.The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$-administer fosamprenavir and fosamprenavir plus ritonavir with many other commonly co-prescribed medications, such as gastric acid suppressants, HMG-@DRUG$ reductase inhibitors, antibacterials and antifungal agents.	Coadministration with other human immunodeficiency virus -1 PIs go on to be studied . The extensive fosamprenavir and amprenavir clinical drug fundamental interaction information provides guidance on how to @DRUG$ - dispense fosamprenavir and fosamprenavir plus ritonavir with many other commonly co-prescribed medications , such as gastric acid suppressants , HMG - @DRUG$ reductase inhibitors , bactericide and antifungal agents .	Coadministration with antibacterials HIV -1 - continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ PIs administer fosamprenavir and fosamprenavir plus ritonavir with many other commonly gastric medications , such as co-prescribed acid suppressants , HMG inhibitors - reductase @DRUG$ , other and antifungal agents .	Coadministration HIV -1 PIs continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus ritonavir with many other commonly co-prescribed medications , as gastric acid suppressants , HMG - @DRUG$ reductase inhibitors , antibacterials and antifungal agents .	Coadministration with other HIV -1 PIs continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus ritonav	1
1	@DRUG$ acetate is approved in CRPC patients who have received @DRUG$, and recent data suggest that the drug will also be effective and utilized in the pre-chemotherapy setting.	@DRUG$ acetate is approved in CRPC patients who have received @DRUG$ , and late data advise that the dose will also be effective and utilized in the pre-chemotherapy setting .	@DRUG$ acetate is approved in CRPC patients who the received @DRUG$ , utilized effective data suggest that the drug will also be recent and and in have pre-chemotherapy setting .	@DRUG$ acetate is approved CRPC patients who have received @DRUG$ , and recent data suggest that the drug will also effective and utilized in the pre-chemotherapy setting .	@DRUG$ is approved in CRPC patients who have received @DRUG$, and recent data suggest that the drug will also be effective and utilized in the pre-chemotherapy setting.	0
0	Recommended once-daily doses of atazanavir taken with food are either 400 mg or 300 mg in combination with low dose @DRUG$ (100 @DRUG$) in moderately antiretroviral-experienced patients.	Recommended once-daily doses of atazanavir hire with food are either 400 mg or 300 mg in combination with low dose @DRUG$ ( 100 @DRUG$ ) in moderately antiretroviral - receive patient role .	Recommended once-daily doses of patients taken with food are either mg 400 or 300 mg in combination with low dose @DRUG$ ( 100 @DRUG$ ) in atazanavir antiretroviral - experienced moderately .	Recommended once-daily doses of atazanavir taken with food are either 400 or 300 mg in with low dose @DRUG$ ( @DRUG$ ) in moderately antiretroviral - experienced patients .	Recommended once-daily doses of atazanavir taken with food are either 400 mg or 300 mg in combination with low dose @DRUG$ ( 100 @DRUG$ ). 	0
0	The 4 treatments were arranged in a 2 (no zilpaterol vs. zilpaterol) x 2 (20- or 40-@DRUG$ duration of @DRUG$ feeding) factorial.	The 4 discourse were arranged in a  ( no zilpaterol vs. zilpaterol ) xtc  ( 20 - or 40 - @DRUG$ duration of @DRUG$ feeding ) factorial .	The 4 treatments were arranged in a 2 factorial no zilpaterol vs. zilpaterol ) x 2 ( 20 - or 40 - @DRUG$ duration of @DRUG$ feeding ) ( .	The 4 treatments were in a 2 ( no zilpaterol vs. zilpaterol ) x 2 ( 20 - or - @DRUG$ duration of @DRUG$ feeding ) factorial .	There were two levels of zilpaterol (no zilpaterol vs. zilpaterol) and two levels of @DRUG$ feeding (20-DRUGA vs. 40-DRUGA), which were crossed.	1
0	A historical overview of the discovery and development of COMT inhibitors is presented with a special emphasis on nebicapone, presently under clinical development, as well @DRUG$ entacapone and @DRUG$, which are already approved as adjuncts in the therapy of PD.	A diachronic overview of the discovery and development of COMT inhibitor is presented with a especial accent on nebicapone , presently under clinical development , as well @DRUG$ entacapone and @DRUG$ , which are already approved as adjuncts in the therapy of PD .	A historical overview and the discovery emphasis development of COMT inhibitors is presented , a special and entacapone nebicapone with presently under clinical development , as well @DRUG$ on of @DRUG$ , which are already approved as adjuncts in the therapy of PD .	A historical overview of the discovery and development of COMT inhibitors is presented with a emphasis , presently clinical development , as well @DRUG$ entacapone and @DRUG$ , which are already approved as in therapy of PD	@DRUG$ is a drug that is currently being developed, while @DRUG$ is a drug that is already approved.	0
0	Traditional Ca channels blockers (CCBs), including nifedipine and amlodipine, act predominantly on L-type Ca channels, whereas novel CCBs such @DRUG$ @DRUG$, benidipine and azelnidipine inhibit both L-type and T-type Ca channels.	Traditional atomic number  channels blocker ( CCBs ) , including nifedipine and amlodipine , act predominantly on L-type atomic number  channels , whereas refreshing CCBs such @DRUG$ @DRUG$ , benidipine and azelnidipine inhibit both L-type and T-type atomic number  channels .	Traditional Ca channels blockers ( CCBs ) predominantly including L-type and amlodipine , act , on nifedipine Ca channels , whereas novel CCBs such @DRUG$ @DRUG$ , benidipine azelnidipine and inhibit both L-type and T-type Ca channels .	Traditional Ca channels blockers ( CCBs ) , including nifedipine and amlodipine , act predominantly on L-type Ca channels , whereas CCBs such @DRUG$ @DRUG$ , benidipine and azelnidipine inhibit both L-type and T-type Ca channels .	Traditional Ca channels blockers ( CCBs ) , including nifedipine and amlodipine , act predominantly on L-type Ca channels , whereas novel CCBs such as benidipine and azelnidipine inhibit both L-type and T-type Ca channels .	1
1	Heart rate increased by 67 beats/min (at 1-hr) and 39 beats/min (at 3-hr) after pindolol and @DRUG$, respectively, but did not show any significant increase when @DRUG$ was given orally.	Heart grade increased by 67 beats / min ( at one - hr ) and 39 beats / min ( at trio - hr ) after pindolol and @DRUG$ , respectively , but did not show any substantial increase when @DRUG$ was given orally .	Heart when increased by 67 beats / min ( at 1 - hr ) and 39 beats / min ) at 3 - hr ( significant pindolol and @DRUG$ , respectively after but did not show any , increase rate @DRUG$ was given orally .	Heart rate increased by 67 beats / min ( 1 - ) and 39 beats / min ( at 3 hr ) after pindolol and @DRUG$ , respectively , but did not show any significant increase when @DRUG$ was given orally	Heart rate increased by 67 beats / min ( at 1 - hr ) and 39 beats / min ( at 3 - hr ) after pindolol and @DRUG$ , respectively , but did not show any significant increase when @DRUG$ was given orally .	0
0	@DRUG$ increases systemic exposure of @DRUG$ when coadministered.	@DRUG$ increases systemic exposure of @DRUG$ when coadministered .	@DRUG$ increases of exposure systemic @DRUG$ when coadministered .	@DRUG$ increases systemic exposure of @DRUG$ when coadministered .	The amount of @DRUG$ in the bloodstream will be higher when it is taken together with @DRUG$.	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, @DRUG$, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, @DRUG$, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method acting allowed the detection of curative compactness of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , @DRUG$ , fenbufen , fenoprofen calcium , flufenamic acid , ansaid , motrin , indometacin , kebuzone , @DRUG$ , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naproxen , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin in urine samples .	This method allowed the detection kebuzone therapeutic , of acemetacin , acetaminophen naproxen paracetamol ) , acetylsalicylic , concentrations diclofenac , acid acid @DRUG$ , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , of , @DRUG$ , lonazolac , meclofenamic acid , mefenamic diflunisal , mofebutazone , ( , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin in urine samples .	This method allowed the detection of therapeutic of acemetacin acetaminophen ) , acetylsalicylic acid , diclofenac , diflunisal , @DRUG$ , fenbufen , fenoprofen , flufenamic acid , , ibuprofen , indometacin , kebuzone , @DRUG$ , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naproxen , niflumic acid , , suxibuzone tiaprofenic acid tolfenamic acid , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, @DRUG$, fenbufen, fenoprofen, fluf	1
0	Ferric pyrophosphate is a @DRUG$-insoluble @DRUG$ compound used to fortify infant cereals and chocolate-drink powders as it causes no organoleptic changes to the food vehicle.	Ferric pyrophosphate is a @DRUG$ - insoluble @DRUG$ compound used to fortify infant grain and chocolate - potable powders as it causes no organoleptic switch to the food vehicle .	causes pyrophosphate cereals a @DRUG$ - insoluble @DRUG$ compound used to is infant fortify and chocolate - drink powders as it Ferric no organoleptic changes to the food vehicle .	Ferric pyrophosphate a @DRUG$ insoluble @DRUG$ compound used to fortify infant cereals and chocolate - drink as it no changes the food vehicle .	Ferric pyrophosphate is a compound that is used to fortify infant cereals and chocolate - drink powders. It causes no organoleptic changes to the food vehicle.	1
0	In the pharmacokinetic context exogenous K(+) from @DRUG$-containing medicines, @DRUG$(+) exo,dose , is of primary interest.	In the pharmacokinetic circumstance exogenous K ( + ) from @DRUG$ - containing medicine , @DRUG$ ( + ) exo , dose , is of primary interest .	In the pharmacokinetic context exogenous interest ( + ) + @DRUG$ - containing medicines , @DRUG$ ( from ) exo , dose , is of primary K .	In the pharmacokinetic context exogenous K ( + ) from @DRUG$ containing medicines , @DRUG$ ( ) exo , dose , is of primary interest .	The dose of @DRUG$-containing medicines is of primary interest, since it determines the amount of K+ (potassium) that is released.	1
1	There are many reports of drugs which may increase (e.g. @DRUG$, dexamethasone and rifampicin) or decrease (e.g. @DRUG$, sulthiame, isoniazid, cimetidine, phenylbutazone, chloramphenicol and some sulphonamides) the metabolism of phenytoin.	There are many report card of drugs which may increase ( e.g. @DRUG$ , decadron and rifampicin ) or decrease ( e.g. @DRUG$ , sulthiame , isoniazid , tagamet , butazolidin , chloramphenicol and some sulphonamides ) the metabolism of phenytoin .	the are increase reports of drugs which may There ( e.g. @DRUG$ , dexamethasone and rifampicin ) or decrease phenylbutazone e.g. @DRUG$ , sulthiame , isoniazid , cimetidine , ( , chloramphenicol and some sulphonamides ) many metabolism of phenytoin .	There are many reports of drugs which may increase ( e.g. @DRUG$ , and rifampicin ) or decrease ( e.g. @DRUG$ , sulthiame , isoniazid , , phenylbutazone , chloramphenicol and some sulphonamides ) the metabolism phenytoin .	Some drugs may increase or decrease the metabolism of phenytoin.	1
1	In a displacement test using 3H-@DRUG$ as a radioligand, the in vitro affinities of metabolites of camazepam (CZ) for the @DRUG$ receptors were 1-50 times more potent than that of CZ.	In a translation test using 3H - @DRUG$ as a radioligand , the in vitro affinities of metabolites of camazepam ( CZ ) for the @DRUG$ receptors were ane - l times more potent than that of CZ .	In a displacement test using 3H vitro @DRUG$ as a radioligand , of in - affinities that metabolites of camazepam ( CZ ) for the @DRUG$ receptors were 1 - 50 times more potent than the of CZ .	In displacement test using 3H - @DRUG$ as a radioligand , the vitro affinities of metabolites of camazepam ( ) the @DRUG$ receptors 1 - 50 times more potent than that of CZ .	The metabolites of camazepam are 1 to 50 times more potent than camazepam itself at binding to @DRUG$ receptors.	1
1	The systemic coadministration of amperozide (10 mg/kg, i.p.) and @DRUG$ (2 mg/kg, i.p.) increased extracellular @DRUG$ levels in an additive manner when compared to the increases observed after the administration of either drug alone.	The systemic coadministration of amperozide ( 10 magnesium / kg , i.p. ) and @DRUG$ ( 2 magnesium / kg , i.p. ) increased extracellular @DRUG$ levels in an linear style when compared to the increases abide by after the administration of either drug alone .	The systemic coadministration of amperozide manner 10 mg / kg , i.p. ) and @DRUG$ ( 2 compared / kg , increases ) increased extracellular @DRUG$ levels in an additive after when mg to the i.p. observed ( the administration of either drug alone .	The systemic coadministration of amperozide ( 10 mg / , i.p. ) @DRUG$ ( 2 mg / kg , i.p. ) increased extracellular @DRUG$ levels in an additive manner when compared to the increases observed after the administration of either drug alone .	When @DRUG$ and @DRUG$ are both administered, the levels of DRUGB in the extracellular space are increased more than when either drug is administered alone.	0
0	XR5944 was 40- to 300-fold more potent than the other cytotoxics tested, such @DRUG$ doxorubicin, topotecan, and @DRUG$.	XR5944 was 40 - to 300 - fold more virile than the other cytotoxics try , such @DRUG$ doxorubicin , topotecan , and @DRUG$ .	XR5944 was 40 than to such - fold more potent - the other cytotoxics tested , 300 @DRUG$ doxorubicin , topotecan , and @DRUG$ .	XR5944 was 40 - to 300 - potent than the other cytotoxics tested such @DRUG$ doxorubicin , topotecan , and @DRUG$ .	XR5944 was 40 - to 300 - fold more potent than the other cytotoxics tested , such as doxorubicin , topotecan , and .	1
0	The non-vitamin K antagonist oral anticoagulants (NOACs), such as the thrombin inhibitor (dabigatran) and the direct factor Xa inhibitors (rivaroxaban, apixaban, and @DRUG$), have been shown to be at least @DRUG$ efficacious and safe as conventional oral anticoagulants, such as the vitamin K antagonists (VKAs) (e.g., warfarin), for stroke prevention in patients with nonvalvular atrial fibrillation (NVAF).	The non-vitamin kb antagonist oral anticoagulants ( NOACs ) , such as the thrombin inhibitor ( dabigatran ) and the direct factor Xa inhibitor ( rivaroxaban , apixaban , and @DRUG$ ) , have been shown to be at to the lowest degree @DRUG$ efficacious and safe as ceremonious oral anticoagulants , such as the vitamin kb resister ( VKAs ) ( e.g. , warfarin ) , for stroke bar in affected role with nonvalvular atrial fibrillation ( NVAF ) .	The non-vitamin K antagonist oral anticoagulants ( NOACs ) , conventional as the thrombin inhibitor ) dabigatran ) and the direct factor Xa inhibitors ( rivaroxaban , apixaban , and @DRUG$ ) , have been shown to be at least @DRUG$ efficacious and safe as such oral anticoagulants fibrillation ( ( the ( K antagonists as VKAs ) ( e.g. , warfarin vitamin , for stroke prevention in patients with nonvalvular atrial , such NVAF ) .	The non-vitamin K antagonist oral anticoagulants ( NOACs ) , as the thrombin inhibitor ( dabigatran ) and the direct factor inhibitors ( rivaroxaban , apixaban , and @DRUG$ ) , have been shown to be at least @DRUG$ efficacious and safe as conventional oral anticoagulants , such as the vitamin antagonists ( VKAs ) ( e.g. , warfarin , for stroke prevention in patients with nonvalvular atrial fibrillation ( NVAF ) .	The non-vitamin K antagonist oral anticoagulants ( NOACs ) , such as the thrombin inhibitor ( dabigatran ) and the direct factor Xa inhibitors ( rivaroxaban , apixaban ) , are more efficacious and safe than conventional oral	1
0	Additionally, veterinary isolates of Nocardia nova (n=18), Nocardia farcinica (n=3) and Nocardia cyriacigeorgica (n=1) underwent microbroth dilution testing to @DRUG$, @DRUG$ and pradofloxacin.	additionally , veterinary isolates of Nocardia nova ( n=18 ) , Nocardia farcinica ( n=3 ) and Nocardia cyriacigeorgica ( n=1 ) undergo microbroth dilution prove to @DRUG$ , @DRUG$ and pradofloxacin .	Additionally , veterinary microbroth of Nocardia ( ( n=18 ) , Nocardia , nova n=3 ) and Nocardia cyriacigeorgica ( n=1 ) underwent isolates dilution testing to @DRUG$ farcinica @DRUG$ and pradofloxacin .	Additionally , veterinary isolates of Nocardia nova ( n=18 ) , Nocardia farcinica ( n=3 and Nocardia cyriacigeorgica ( n=1 ) underwent microbroth dilution testing to @DRUG$ , @DRUG$ and pradofloxacin .	Veterinary isolates of Nocardia nova, Nocardia farcinica, and Nocardia cyriacigeorgica were tested to determine their susceptibility to @DRUG$, @DRUG$, and pradofloxacin.	0
0	The hypotension and tachycardia observed after oral administration of D-32 (50 mg/kg) or after intravenous infusion of p-OH D-32 (1 mg/kg per min for 5 min) were also not modified significantly by @DRUG$ (1 @DRUG$/kg i.v.).	The hypotension and tachycardia observed after oral administration of D -32 ( l mg / kilogram ) or after endovenous extract of p-OH D-32 ( 1 mg / kilogram per min for 5 min ) were also not modified importantly by @DRUG$ ( 1 @DRUG$ / kilogram i.v. ) .	The hypotension and tachycardia mg after p-OH administration of D -32 ( 50 observed / kg ) or after / were of oral D-32 ( 1 mg min kg per / for 5 min ) infusion also not modified significantly by @DRUG$ ( 1 @DRUG$ intravenous kg i.v. ) .	The hypotension and tachycardia observed after oral administration of D -32 ( mg / kg ) or after intravenous infusion of p-OH D-32 ( 1 mg / kg per min for 5 min ) were not modified significantly by @DRUG$ ( 1 @DRUG$ / kg i.v. ) .	The hypotension and tachycardia observed after oral administration of D -32 ( 50 mg / kg ) or after intravenous infusion of p-OH D-32 ( 1 mg / kg per min for 5 min ) were also not modified significantly by @DRUG$ ( 1 @DRUG$ /	0
0	Lu AA21004 was found in vitro to be oxidized to a 4-hydroxy-phenyl metabolite, a sulfoxide, an N-hydroxylated @DRUG$, and a benzylic alcohol, which was further oxidized to the corresponding @DRUG$ [3-methyl-4-(2-piperazin-1-yl-phenysulfanyl)-benzoic acid (Lu AA34443)].	lutetium AA21004 was get hold in vitro to be oxidized to a 4 - hydroxy - phenyl metabolite , a sulfoxide , an N-hydroxylated @DRUG$ , and a benzylic alcohol , which was further oxidized to the corresponding @DRUG$ [ three - methyl radical -4 -( ii - piperazin-1-yl-phenysulfanyl ) - benzoic acid ( lutetium AA34443 ) ] .	Lu AA21004 was found in vitro 4 corresponding oxidized to a - - Lu - phenyl metabolite -( a sulfoxide , an N-hydroxylated @DRUG$ , and a benzylic alcohol , which was further oxidized to the be @DRUG$ [ 3 - methyl -4 , 2 to piperazin-1-yl-phenysulfanyl ) - benzoic acid ( hydroxy AA34443 ) ] .	Lu AA21004 was found in vitro to be oxidized to a - hydroxy - metabolite , a sulfoxide an N-hydroxylated @DRUG$ , and a benzylic alcohol , which was further oxidized to the corresponding @DRUG$ [ 3 - methyl -4 -( 2 piperazin-1-yl-phenysulfanyl ) - benzoic acid ( Lu AA34443 ) ] .	Lu AA21004 is oxidized to a 4 - hydroxy - phenyl metabolite , a sulfoxide , an N-hydroxylated @DRUG$ , and a benzylic alcohol . The benzylic alcohol is then oxidized to the corresponding @DRUG$ .	0
1	However, in single, well controlled clinical trials, @DRUG$ produced similar reductions in blood pressure to those seen with enalapril or @DRUG$.	However , in ace , well assure clinical trials , @DRUG$ produced similar reductions in blood pressure to those seen with enalapril or @DRUG$ .	However in in single , well controlled clinical trials , @DRUG$ produced similar reductions , to pressure blood those seen with enalapril or @DRUG$ .	However , in single , well controlled clinical trials , @DRUG$ produced similar reductions in blood pressure to those seen with enalapril or @DRUG$	@DRUG$ is similar to enalapril in terms of reducing blood pressure, and @DRUG$ is similar to enalapril in terms of reducing blood pressure.	0
1	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, butterbur, riboflavin, coenzyme Q10, and magnesium citrate) and 6 received a weak recommendation (divalproex sodium, @DRUG$, pizotifen, venlafaxine, verapamil, and lisinopril).	Based on our review , xi prophylactic drugs received a strong recommendation for use ( topiramate , propranolol , corgard , lopressor , amitriptyline , gabapentin , @DRUG$ , petasites hybridus , lactoflavin , coenzyme Q10 , and mg citrate ) and 6 received a weak recommendation ( divalproex sodium , @DRUG$ , pizotifen , venlafaxine , verapamil , and lisinopril ) .	a on , and , strong prophylactic drugs received a 11 recommendation for use ( topiramate , propranolol , nadolol pizotifen metoprolol , amitriptyline , gabapentin , @DRUG$ , butterbur , riboflavin , coenzyme Q10 , review weak citrate ) and 6 received Based magnesium recommendation ( divalproex sodium , @DRUG$ , , our venlafaxine , verapamil , and lisinopril ) .	Based on our review , 11 prophylactic drugs received recommendation for use ( topiramate , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , @DRUG$ , butterbur , riboflavin , coenzyme Q10 , and magnesium citrate ) and 6 received a weak recommendation ( divalproex sodium , @DRUG$ , , venlafaxine , verapamil and lisinopril ) .	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, butterbur, riboflavin,	1
0	The @DRUG$ analog @DRUG$ decreases total energy intake from a standardized breakfast and enhances plasma serotonin levels in moderately overweight men after administered in an oral glucose tolerance test: a randomized, crossover trial.	The @DRUG$ analog @DRUG$ decreases total vigor ingestion from a standardized breakfast and enhances plasma serotonin take down in moderately overweight men after administered in an oral glucose tolerance test : a randomized , crossover trial .	The @DRUG$ analog @DRUG$ decreases total energy intake from and standardized breakfast trial enhances plasma serotonin levels in moderately overweight men after , in an oral glucose tolerance test : a randomized administered crossover a .	The @DRUG$ analog @DRUG$ decreases energy intake from a standardized breakfast and enhances plasma serotonin levels in moderately overweight men after administered in an oral glucose tolerance test : a randomized , crossover trial .	@DRUG$ decreases the amount of energy that a person takes in from a breakfast, and it also increases the levels of serotonin in the person's blood after the breakfast has been eaten.	1
0	The effect of @DRUG$ sodium sulfonate (@DRUG$-17), a hemostatic drug with capillary stabilising action, on the endothelial barrier dysfunction induced by a variety of vasoactive substances or agents that increase the vascular permeability was investigated in the monolayers of cultured porcine aortic endothelial cells (PAECs).	The effect of @DRUG$ sodium sulfonate ( @DRUG$ -  ) , a styptic drug with capillary tube stabilising activity , on the endothelial barrier dysfunction induced by a assortment of vasoactive substances or agents that increase the vascular permeability was investigated in the monolayers of cultured porcine aortic endothelial cells ( PAECs ) .	The - of @DRUG$ sodium sulfonate ( @DRUG$ monolayers 17 hemostatic , a ) vascular with capillary stabilising barrier , on the endothelial action dysfunction induced by a variety of vasoactive substances or agents that increase the drug permeability was investigated in the effect of cultured porcine aortic endothelial cells ( PAECs ) .	The effect of @DRUG$ sodium sulfonate ( @DRUG$ - 17 ) , a hemostatic drug with capillary stabilising action , on endothelial barrier dysfunction induced by a variety of vasoactive substances or agents that increase the vascular permeability was investigated in the monolayers of cultured porcine aortic endothelial cells ( PAECs ) .	@DRUG$ sodium sulfonate (@DRUG$-17) is a hemostatic drug with capillary stabilising action. The effect of this drug on the endothelial barrier dysfunction induced by a variety of vasoactive substances or agents that increase the vascular permeability was investigated in the mon	0
0	The formation kinetics of @DRUG$ aggregates induced by MBT and the impact of the amount of labeled reporter on the aggregation, @DRUG$ well as the fabrication of MBT-labeled immuno-Au aggregates were characterized comprehensively by UV-vis spectrophotometer.	The organization kinetics of @DRUG$ aggregates induced by MBT and the impact of the amount of labeled reporter on the aggregation , @DRUG$ well as the fabrication of MBT - labeled immuno - astronomical unit aggregates were characterise comprehensively by ultraviolet radiation - vis spectrophotometer .	formation comprehensively kinetics the @DRUG$ aggregates induced by and MBT the impact of the amount of labeled reporter on of aggregation , @DRUG$ well as the fabrication of MBT - labeled immuno - Au aggregates were characterized The by UV - vis spectrophotometer .	The formation kinetics of @DRUG$ aggregates induced by MBT and impact of the of labeled reporter on the aggregation , @DRUG$ well as fabrication of MBT - labeled immuno - Au aggregates were characterized comprehensively by UV - vis .	The formation kinetics of @DRUG$ aggregates induced by MBT (the drug) and the impact of the amount of labeled reporter on the aggregation (of DRUGA) was characterized comprehensively by UV - vis spectrophotometer .	1
0	The licensed anti-HIV drugs fall into five categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine); nucleotide reverse transcriptase inhibitors (NtRTIs: @DRUG$ fumarate); non-nucleoside reverse transcriptase inhibitors (NNRTIs: nevirapine, @DRUG$ and efavirenz); protease inhibitors (PIs: saquinavir, indinavir, ritonavir, nelfinavir, amprenavir, lopinavir, atazanavir and fosamprenavir); and fusion inhibitors (FIs: enfuvirtide).	The licensed anti-HIV drugs crepuscule into quintuplet category : nucleoside contrary rna polymerase inhibitors ( NRTIs : zidovudine , didanosine , dideoxycytosine , stavudine , lamivudine , abacavir and emtricitabine ) ; nucleotide contrary rna polymerase inhibitors ( NtRTIs : @DRUG$ fumarate ) ; non-nucleoside contrary rna polymerase inhibitors ( NNRTIs : nevirapine , @DRUG$ and efavirenz ) ; peptidase inhibitors ( PIs : saquinavir , crixivan , ritonavir , nelfinavir , amprenavir , lopinavir , atazanavir and fosamprenavir ) ; and fusion inhibitors ( FIs : enfuvirtide ) .	The inhibitors anti-HIV nucleotide fall , five categories NRTIs nucleoside reverse transcriptase inhibitors ( : : zidovudine , didanosine , zalcitabine , stavudine ( lamivudine , abacavir non-nucleoside , ) nelfinavir drugs reverse transcriptase inhibitors , NtRTIs : @DRUG$ fumarate ) ; and reverse transcriptase inhibitors ( NNRTIs : nevirapine , @DRUG$ and efavirenz ) ; protease licensed ( PIs : saquinavir into indinavir emtricitabine ritonavir , ; , amprenavir , lopinavir , atazanavir and fosamprenavir ) ; and fusion inhibitors ( FIs : enfuvirtide ) .	The licensed drugs fall into categories : nucleoside reverse transcriptase inhibitors ( : zidovudine didanosine , , , lamivudine , abacavir and emtricitabine ) ; nucleotide transcriptase inhibitors ( NtRTIs : @DRUG$ fumarate ) ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs : nevirapine @DRUG$ and efavirenz ) protease inhibitors PIs : saquinavir , indinavir , ritonavir , , , lopinavir , atazanavir and fosamprenavir ; fusion inhibitors ( FIs : enfuvirtide ) .	The licensed anti-HIV drugs fall into five categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitab	1
0	After HPLC purification, (@DRUG$)-[N-11CH3]nisoxetine, [11C]lortalamine, and [11C]oxaprotiline were obtained in 63-97% radiochemical yields, whereas (R)-[O-11CH3]@DRUG$ was obtained in 23-29% radiochemical yields due to substantial formation of the undesired N-[11C]methylated byproduct (64-70%).	After HPLC refinement , ( @DRUG$ ) -[ N-11CH3 ] nisoxetine , [ 11C ] lortalamine , and [ 11C ] oxaprotiline were find in 63 - 97 % radiochemical pay , whereas ( r ) -[ O-11CH3 ] @DRUG$ was find in xxiii - 29 % radiochemical pay due to substantive shaping of the undesired N - [ 11C ] methylated byproduct ( 64 - 70 % ) .	After HPLC purification , ( @DRUG$ ) -[ ( ] nisoxetine , [ 11C due lortalamine N whereas [ 11C ] 23 were obtained in 63 - 97 radiochemical radiochemical yields , and ( R ) -[ O-11CH3 ] @DRUG$ was obtained in oxaprotiline - ] % % yields 29 to substantial formation of the undesired , - [ 11C ] methylated byproduct N-11CH3 64 - 70 % ) .	HPLC purification , ( @DRUG$ ) -[ N-11CH3 ] nisoxetine , [ 11C ] lortalamine , and [ 11C oxaprotiline were obtained in 63 - % radiochemical yields , whereas ( R ) O-11CH3 ] @DRUG$ was obtained in 23 29 % radiochemical yields due to substantial of the undesired N - [ 11C ] methylated byproduct ( 64 - 70 % ) .	@DRUG$ is a drug that is purified using HPLC, and it is made up of two components: nisoxetine and lortalamine. @DRUG$ is also a drug that is purified using HPLC, and it is made up of two components: oxaprotiline	0
1	In the presence of @DRUG$ (50 and 100 microM) the cyclisation of @DRUG$ and chlorproguanil to their active metabolites was reduced by 24% and 42% and 48% and 63%, respectively.	In the presence of @DRUG$ ( 50 and c microM ) the cyclisation of @DRUG$ and chlorproguanil to their active metabolites was reduced by 24 % and forty two % and  % and 63 % , respectively .	In of presence the @DRUG$ ( 50 and to microM ) the cyclisation of @DRUG$ and chlorproguanil was their active metabolites 100 reduced by 24 % and 42 % and 48 % and 63 % , respectively .	In the presence of @DRUG$ 50 and 100 microM ) cyclisation of @DRUG$ and chlorproguanil to their active metabolites was reduced by 24 % and 42 % and 48 % and 63 % , respectively .	The presence of @DRUG$ ( 50 and 100 microM ) reduces the cyclisation of @DRUG$ and chlorproguanil to their active metabolites by 24 % and 42 % and 48 % and 63 % , respectively .	0
0	Of the 79 antibodies in late-stage studies, 40 were undergoing evaluation @DRUG$ treatments for cancer, and potentially 9 of these (belantamab mafodotin, oportuzumab monatox, margetuximab, dostarlimab, spartalizumab, 131I-@DRUG$, loncastuximab tesirine, balstilimab, and zalifrelimab) may enter regulatory review in late 2019 or in 2020.	Of the seventy nine antibody in late-stage studies , 40 were undergoing rating @DRUG$ treatments for cancer the crab , and potentially 9 of these ( belantamab mafodotin , oportuzumab monatox , margetuximab , dostarlimab , spartalizumab , 131I - @DRUG$ , loncastuximab tesirine , balstilimab , and zalifrelimab ) may enter regulative review in late 2019 or in 2020 .	for the 79 antibodies in late-stage studies , 40 were undergoing evaluation @DRUG$ treatments Of cancer , or potentially 9 of these ( belantamab mafodotin ) oportuzumab monatox in margetuximab , dostarlimab , spartalizumab , 131I - @DRUG$ , loncastuximab tesirine , balstilimab , and regulatory , may enter zalifrelimab review in late 2019 and , 2020 .	Of the 79 antibodies in late-stage studies , were undergoing evaluation @DRUG$ treatments for cancer , and potentially 9 of these belantamab mafodotin , monatox , margetuximab , dostarlimab , spartalizumab , 131I - @DRUG$ , loncastuximab tesirine , balstilimab , and zalifrelimab ) may enter regulatory late 2019 or in 2020 .	Of the 79 antibodies in late-stage studies, 40 were undergoing evaluation @DRUG$ treatments for cancer, and potentially 9 of these (belantamab mafodotin, oportuzumab monatox, margetuximab, dostarlimab, spartaliz	1
0	We report the case of a patient affected by symptomatic partial epilepsy who used @DRUG$ @DRUG$ self-medication after the failure of countless pharmacological/surgical treatments.	We report the case of a patient affected by diagnostic partial epilepsy who utilize @DRUG$ @DRUG$ self-medication after the failure of countless pharmacological / surgical treatments .	affected report the case of a patient We treatments symptomatic partial epilepsy who used @DRUG$ @DRUG$ self-medication after the failure of countless pharmacological / surgical by .	report the case of a patient affected by symptomatic partial who used @DRUG$ @DRUG$ self-medication after the failure of countless pharmacological / surgical treatments .	A patient with epilepsy who has unsuccessfully tried many different medications / treatments, may turn to self-medicating with @DRUG$ and @DRUG$.	0
1	For instance, radioactive haloperidol, chlorpromazine, and @DRUG$ all dissociate very slowly over a 30-minute time span, while radioactive quetiapine, clozapine, remoxipride, and @DRUG$ dissociate rapidly, in less than 60 seconds.	For instance , radioactive haloperidol , chlorpromazine , and @DRUG$ all dissociate very lento over a 30 - minute time span , while radioactive quetiapine , clozaril , remoxipride , and @DRUG$ dissociate rapidly , in lupus erythematosus than  seconds .	For instance span radioactive haloperidol over chlorpromazine , and @DRUG$ all dissociate very slowly , a 30 - minute time , , 60 radioactive quetiapine , clozapine , remoxipride , and @DRUG$ dissociate rapidly , in less than while seconds .	For instance , radioactive haloperidol , chlorpromazine and @DRUG$ all dissociate very slowly over a 30 - minute span , while radioactive quetiapine , clozapine , remoxipride , and @DRUG$ dissociate rapidly , in than 60 seconds .	@DRUG$ dissociates slowly over a 30-minute time span, while @DRUG$ dissociates rapidly, in less than 60 seconds.	0
1	However, @DRUG$ in doses over 5 mg/kg significantly decreased histamine turnover, as estimated from the accumulation of tele-methylhistamine after @DRUG$ treatment.	However , @DRUG$ in doses over 5 milligram / kg significantly decreased histamine overturn , as estimated from the accumulation of tele-methylhistamine after @DRUG$ treatment .	However , @DRUG$ in doses over 5 mg / kg significantly decreased histamine the , as estimated from after accumulation of tele-methylhistamine turnover @DRUG$ treatment .	However , @DRUG$ in doses over 5 mg kg significantly decreased histamine turnover , as estimated from the accumulation of tele-methylhistamine after @DRUG$ treatment .	However, @DRUG$ in doses over 5 mg/kg significantly decreased histamine turnover, as estimated from the accumulation of tele-methylhistamine after @DRUG$ treatment.	0
0	This group of drugs may have a place in Oncology for the treatment of cancers, which occur @DRUG$ a result of increased activity of the PI3 kinase/Akt/@DRUG$-TOR pathway.	This group of drugs may have a piazza in Oncology for the treatment of cancer , which occur @DRUG$ a result of increase activity of the PI3 kinase / Akt / @DRUG$ - TOR pathway .	- group of drugs may / a place in Oncology of the treatment of cancers , which occur @DRUG$ a result of increased activity for the PI3 kinase / Akt have @DRUG$ This TOR pathway .	This may have a place in for the treatment of cancers which occur @DRUG$ result of increased activity of the PI3 kinase / Akt / @DRUG$ TOR pathway .	These drugs may be effective in treating cancers that are caused by a high level of activity in the PI3 kinase / Akt / @DRUG$ - TOR pathway.	1
0	CONCLUSIONS: @DRUG$ met the @DRUG$-primary symptom end point (eye dryness) but not the co-primary sign end point (inferior corneal staining).	CONCLUSIONS : @DRUG$ met the @DRUG$ - primary symptom terminate point ( eye waterlessness ) but not the co-primary sign terminate point ( inferior corneal staining ) .	CONCLUSIONS : @DRUG$ met the @DRUG$ - primary symptom staining point ( eye co-primary ) but not the dryness sign end point ( inferior corneal end ) .	CONCLUSIONS : @DRUG$ met the @DRUG$ - primary symptom end point ( dryness ) but not the co-primary sign end point inferior corneal staining ) .	@DRUG$ was found to be effective in reducing eye dryness, but not in reducing inferior corneal staining.	1
0	It has been hypothesized that some estrogenic metabolites with low hormonal activity, such as @DRUG$ or @DRUG$, may serve as endogenous neuroprotective agents.	it has been hypothesized that some estrogenic metabolites with low hormonal activity , such as @DRUG$ or @DRUG$ , may do as endogenous neuroprotective agents .	as has been hypothesized that some estrogenic metabolites with low hormonal neuroprotective , such It @DRUG$ or @DRUG$ , may serve as endogenous activity agents .	has been hypothesized that estrogenic metabolites with low hormonal activity , such as @DRUG$ or @DRUG$ , may serve as endogenous neuroprotective agents .	Some estrogenic metabolites with low hormonal activity, such as @DRUG$ or @DRUG$, may serve as endogenous neuroprotective agents.	0
0	The 15 most frequently positive allergens were nickel @DRUG$ (19.0%), Myroxilon pereirae (balsam of Peru, 11.9%), fragrance mix I (11.5%), quaternium-15 (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), potassium dichromate (4.8%), carba mix (3.9%), @DRUG$ mix (3.9%), diazolidinylurea (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The  most frequently electropositive allergen were atomic number  @DRUG$ ( 19.0 % ) , Myroxilon pereirae ( balsam of republic of peru , 11.9 % ) , aroma mix single ( 11.5 % ) , quaternium -  ( 10.3 % ) , neobiotic ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , atomic number  chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , atomic number  dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , @DRUG$ mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most , diazolidinylurea allergens were nickel @DRUG$ ( 19.0 % ) , Myroxilon pereirae ( balsam of % % 11.9 Peru ) frequently fragrance mix , ( 11.5 % ) , quaternium - 15 ( % % ) I neomycin ( 10.0 % ) , bacitracin ( 9.2 , ) , formaldehyde ( 9.0 ) ) % cobalt , ( 8.4 ) ) chloride methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % % , potassium dichromate ( 4.8 % % , carba mix ( 3.9 % ) , @DRUG$ mix ( 3.9 10.3 ) , positive ( 3.7 , ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel @DRUG$ ( 19.0 ) , Myroxilon pereirae balsam of Peru , % , fragrance mix I ( 11.5 % , quaternium - 15 % ) , neomycin ( 10.0 % ) , bacitracin 9.2 % ) , formaldehyde ( 9.0 % ) , ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , ( 5.0 % ) , potassium dichromate 4.8 % ) , carba mix ( 3.9 % , @DRUG$ mix ( 3.9 % ) , 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( % ) .	The 15 most frequently positive allergens were nickel @DRUG$ ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % )	1
0	@DRUG$'s interaction with a resistant Staphylococcus aureus dihydrofolate reductase (DHFR) is outlined in comparison to @DRUG$ (TMP).	@DRUG$ 's interaction with a insubordinate staph aureus dihydrofolate reductase ( DHFR ) is outlined in comparison to @DRUG$ ( TMP ) .	@DRUG$ DHFR interaction with a resistant Staphylococcus aureus dihydrofolate reductase TMP 's ) is outlined in comparison to @DRUG$ ( ( ) .	@DRUG$ 's interaction with resistant Staphylococcus aureus reductase ( DHFR ) is outlined in comparison @DRUG$ ( TMP )	@DRUG$ is more effective than @DRUG$ against resistant Staphylococcus aureus dihydrofolate reductase (DHFR).	0
0	Results from this study demonstrated as the dose of ER-lovastatin increased from 10 to 40 mg, the C(max) and AUC(0-48 h) values of @DRUG$ @DRUG$ well as lovastatin acid appeared to increase linearly.	Results from this study demonstrated as the dose of ER -lovastatin increased from tenner to twoscore mg , the C(max ) and AUC ( 0 -  h ) values of @DRUG$ @DRUG$ well as lovastatin acid appeared to step up linearly .	Results from this study demonstrated as the dose of ER -lovastatin increased from 10 ( 40 mg , ) C(max ) increase AUC to 0 - 48 h the values of @DRUG$ @DRUG$ well as lovastatin acid to appeared and linearly .	Results from this study demonstrated as the dose of ER -lovastatin increased from 10 40 mg , C(max ) and AUC ( 0 - 48 h ) values of @DRUG$ @DRUG$ well as lovastatin acid appeared to increase linearly .	As the dose of ER -lovastatin increased, the C(max ) and AUC ( 0 - 48 h ) values of @DRUG$ @DRUG$ increased linearly.	0
0	Three triple-drug combination medications have also been introduced recently: Exforge HCT (amlodipine/valsartan/HCTZ), Tribenzor (olmesartan/amlodipine/@DRUG$), and Amturnide (aliskiren/@DRUG$/hydrocholorothiazide).	ternary triple-drug combination medication have also been introduced recently : Exforge HCT ( amlodipine / diovan / HCTZ ) , Tribenzor ( olmesartan / amlodipine / @DRUG$ ) , and Amturnide ( aliskiren / @DRUG$ / hydrocholorothiazide ) .	/ : combination medications have also been introduced recently triple-drug Exforge HCT ( amlodipine / valsartan Three HCTZ ) , Tribenzor ( olmesartan / amlodipine / @DRUG$ ) , / Amturnide ( aliskiren / @DRUG$ and hydrocholorothiazide ) .	Three triple-drug combination medications have also been introduced recently : Exforge HCT ( amlodipine / valsartan / HCTZ ) , Tribenzor ( olmesartan / amlodipine / @DRUG$ ) , and Amturnide ( aliskiren @DRUG$ / hydrocholorothiazide ) .	Three triple-drug combination medications have also been introduced recently : Exforge HCT ( amlodipine / valsartan / HCTZ ) , Tribenzor ( olmesartan / amlodipine / @DRUG$ ) , and Amturnide ( alisk	1
0	Sows were assigned by random allotment to one of the following treatments on Day 112 of gestation: Group A, control (0 mg luprostiol); Group B (1.88 mg luprostiol); Group C (3.75 mg luprostiol); Group @DRUG$ (7.5 mg luprostiol); Group E (15 mg luprostiol); Group F (10 @DRUG$ lutalyse).	Sows were assigned by random allotment to  of the following discussion on mean solar day 112 of maternity : Group A , control ( zero milligram luprostiol ) ; Group B ( 1.88 milligram luprostiol ) ; Group C ( 3.75 milligram luprostiol ) ; Group @DRUG$ ( 7.5 milligram luprostiol ) ; Group E ( 15 milligram luprostiol ) ; Group F ( 10 @DRUG$ lutalyse ) .	Sows were assigned by random allotment to one of the following , on ; 112 of gestation : Group A treatments control 7.5 0 mg ) ) ; Group Day ( 1.88 mg luprostiol ) ; 15 C ( 3.75 mg luprostiol luprostiol B Group @DRUG$ ( ( mg luprostiol ) ; Group E ( Group mg luprostiol ) ; Group F ( 10 @DRUG$ lutalyse ) .	Sows were assigned by random allotment to one of the following treatments on Day 112 of gestation : Group A , control ( 0 mg luprostiol ) ; Group B ( 1.88 mg ) Group C ( 3.75 mg luprostiol ) ; Group @DRUG$ ( 7.5 mg luprostiol ) ; Group E ( 15 mg luprostiol ) ; Group F ( 10 @DRUG$ lutalyse .	Group A, control (0 mg luprostiol); Group B (1.88 mg luprostiol); Group C (3.75 mg luprostiol); Group @DRUG$ (7.5 mg luprostiol); Group E (15 mg luprostiol);	1
1	RESULTS: Both add-on treatments clearly decreased diastolic blood pressure to a greater extent than @DRUG$ monotherapy (mean +/- SD changes at study end: lercanidipine, -9.3 mmHg; HCTZ, -7.4 mmHg); non-inferiority of @DRUG$ versus HCTZ was formally proven.	upshot : Both sum up - on treatments clearly decreased diastolic blood pressure to a great extent than @DRUG$ monotherapy ( mean value +/- SD changes at study close : lercanidipine , - 9.3 mmHg ; HCTZ , - 7.4 mmHg ) ; non-inferiority of @DRUG$ versus HCTZ was formally proven .	RESULTS : Both add - on treatments versus decreased diastolic blood study to a greater extent than @DRUG$ monotherapy ( at +/- SD changes mean pressure end : lercanidipine , - 9.3 formally ; HCTZ , - 7.4 mmHg ) ; non-inferiority of @DRUG$ was HCTZ clearly mmHg proven .	RESULTS : add on clearly decreased blood pressure to a greater extent than @DRUG$ monotherapy ( +/- SD changes study : lercanidipine , - 9.3 mmHg ; HCTZ , - 7.4 mmHg ) ; non-inferiority of @DRUG$ versus HCTZ was formally proven .	Both add - on treatments clearly decreased diastolic blood pressure to a greater extent than @DRUG$ monotherapy ( mean +/- SD changes at study end : lercanidipine , - 9.3 mmHg ; HCTZ , - 7.4 mmHg ) ; non	1
0	TPP1 represents the only known mammalian member of the S53 family of serine proteases, a group characterized by a subtilisin-like fold, a @DRUG$-@DRUG$-Asp catalytic triad, and an acidic pH optimum.	TPP1 represents the only known mammalian member of the S53 family of serine proteases , a grouping characterise by a subtilisin-like fold , a @DRUG$ - @DRUG$ - Asp catalytic triad , and an acidic ph scale optimum .	TPP1 - the only known mammalian member of the S53 family of serine proteases an a group characterized by a subtilisin-like fold a , @DRUG$ - @DRUG$ represents Asp catalytic triad , and , acidic pH optimum .	TPP1 represents the only known mammalian member of the S53 family of serine proteases , a group characterized by a subtilisin-like fold , a @DRUG$ - @DRUG$ - Asp catalytic triad , and acidic optimum .	TPP1 is a serine protease that belongs to the S53 family. This family is characterized by a subtilisin-like fold, a @DRUG$-@DRUG$-Asp catalytic triad, and an acidic pH optimum.	0
0	Unlike @DRUG$, this enhanced stability, coupled with a greater propensity to form covalent drug-DNA adducts, may endow @DRUG$-activated Pixantrone with the attributes required for Pixantrone-DNA adducts to be biologically active.	Unlike @DRUG$ , this enhanced stability , twin with a greater propensity to form covalent drug-DNA adducts , may endow @DRUG$ - activated Pixantrone with the attributes required for Pixantrone - deoxyribonucleic acid adducts to be biologically active voice .	with @DRUG$ , this enhanced stability , coupled Unlike a greater required to form covalent drug-DNA adducts , may endow @DRUG$ - activated Pixantrone DNA the attributes propensity for Pixantrone - with adducts to be biologically active .	@DRUG$ , this enhanced stability , coupled with a greater propensity to form covalent drug-DNA adducts , may endow @DRUG$ activated Pixantrone with the attributes required for Pixantrone - DNA adducts to biologically active .	@DRUG$ makes @DRUG$ more stable and more likely to form covalent drug-DNA adducts, which may make DRUGB biologically active.	0
0	Cutaneous erythema @DRUG$ induced by topical administration of @DRUG$ to the ventral forearm, was monitored non-invasively using laser-Doppler flowmetry.	Cutaneous erythema @DRUG$ induced by topical administration of @DRUG$ to the ventral forearm , was monitored non-invasively using optical maser - christian johann doppler flowmetry .	ventral erythema @DRUG$ induced by topical administration of @DRUG$ to using Cutaneous forearm , was monitored non-invasively the laser - Doppler flowmetry .	erythema @DRUG$ induced by topical administration of @DRUG$ to ventral forearm , was monitored non-invasively using laser - Doppler flowmetry .	When @DRUG$ is applied to the skin, it can cause a redness called erythema. This erythema can be monitored using a laser-Doppler flowmeter.	1
0	Patients were randomly assigned, in a two-by-two factorial design, to receive one of the following four daily treatments: 0.8 mg of folic acid, 0.4 mg of vitamin B12, and 40 mg of vitamin B6; 0.8 mg of @DRUG$ and 0.4 @DRUG$ of vitamin B12; 40 mg of vitamin B6; or placebo.	patient were indiscriminately assigned , in a  -by-  factorial design , to get ace of the next four daily treatments : 0.8 mg of folic acid , 0.4 mg of vitamin B12 , and 40 mg of vitamin B6 ; 0.8 mg of @DRUG$ and 0.4 @DRUG$ of vitamin B12 ; 40 mg of vitamin B6 ; or placebo .	Patients were randomly assigned , in a two -by- two factorial design , to receive one of mg following four daily treatments : ; B6 of folic B12 , 0.4 mg of vitamin acid , and 40 mg vitamin vitamin B6 0.8 the mg of @DRUG$ and 0.4 @DRUG$ of of B12 ; 40 mg of vitamin 0.8 ; or placebo .	Patients were randomly assigned , a two -by- two factorial design , to receive one the following four daily treatments 0.8 mg of folic acid , 0.4 mg of B12 , 40 mg of vitamin B6 ; 0.8 mg of @DRUG$ and 0.4 @DRUG$ of vitamin B12 ; 40 mg of vitamin B6 ; or placebo .	Patients were randomly assigned to receive one of the following four daily treatments: 0.8 mg of folic acid, 0.4 mg of vitamin B12, and 40 mg of vitamin B6; 0.8 mg of @DRUG$ and 0.4 mg of @DRUG$ of vitamin	0
0	The average wholesale price of a 10-@DRUG$ @DRUG$ tablet is $21.12, which would make a 1-month supply of therapy cost $1267.20.	The average sweeping price of a 10 - @DRUG$ @DRUG$ tablet is $ 21.12 , which would have a 1 - month supply of therapy cost $ 1267.20 .	The average wholesale a of price 10 - @DRUG$ @DRUG$ tablet is $ 21.12 , which would make a 1 - month supply of therapy cost $ 1267.20 .	The average of a 10 - @DRUG$ @DRUG$ tablet is $ 21.12 , which would make a 1 - month supply of therapy cost $ 1267.20 .	For every 10 @DRUG$ tablets, there is 1 @DRUG$ tablet, and the average wholesale price of a 10 - DRUGA DRUGB tablet is $ 21.12 .	0
0	When administered once daily, lacidipine 4 to 6 mg was equivalent in antihypertensive efficacy to hydrochlorothiazide 25 to 50 mg/day, atenolol 50 to 100 @DRUG$/day, and the prototype @DRUG$ channel blocker nifedipine 20 to 40 mg twice daily (sustained-release formulation).	When administered once daily , lacidipine quatern to 6 mg was equivalent in antihypertensive efficacy to hydrochlorothiazide 25 to 50 mg / solar day , atenolol 50 to hundred @DRUG$ / solar day , and the prototype @DRUG$ channel blocker procardia xx to 40 mg twice daily ( sustained - release formulation ) .	When 25 day daily , lacidipine 4 to 6 mg was equivalent in antihypertensive efficacy to hydrochlorothiazide administered to 50 mg / once , atenolol 50 20 100 @DRUG$ / day , and to prototype @DRUG$ channel blocker nifedipine the ( 40 mg twice daily to sustained - release formulation ) .	When administered once daily , to 6 mg equivalent in antihypertensive efficacy to 25 50 mg / day , atenolol 50 to 100 @DRUG$ / day , and the prototype @DRUG$ channel blocker nifedipine 20 to 40 mg twice daily ( sustained - release formulation ) .	When administered once daily, lacidipine 4 to 6 mg was equivalent in antihypertensive efficacy to hydrochlorothiazide 25 to 50 mg / day, atenolol 50 to 100 mg / day, and the prototype channel blocker nifedipine 20 to 40 mg twice	1
0	However, this is occurring increasingly for the new AEDs (brivaracetam, eslicarbazepine acetate, felbamate, gabapentin, lacosamide, @DRUG$, levetiracetam, oxcarbazepine, perampanel, piracetam, @DRUG$, rufinamide, stiripentol, sulthiame, tiagabine, topiramate, vigabatrin, and zonisamide).	nonetheless , this is pass off more and more for the new AEDs ( brivaracetam , eslicarbazepine ethanoate , felbamate , neurontin , lacosamide , @DRUG$ , levetiracetam , oxcarbazepine , perampanel , piracetam , @DRUG$ , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , vigabatrin , and zonisamide ) .	However , this is occurring increasingly for the new AEDs ( brivaracetam gabapentin eslicarbazepine acetate , felbamate , , , lacosamide , @DRUG$ , levetiracetam , oxcarbazepine ) perampanel vigabatrin piracetam , @DRUG$ , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , , , and zonisamide , .	However , this is occurring increasingly for the AEDs ( brivaracetam , eslicarbazepine acetate , felbamate , gabapentin , lacosamide , @DRUG$ , levetiracetam , oxcarbazepine , perampanel , piracetam , @DRUG$ , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , vigabatrin , and zonisamide ) .	However, this is occurring increasingly for the new AEDs (brivaracetam, eslicarbazepine acetate, felbamate, gabapentin, lacosamide, @DRUG$, levetiracetam, oxcarbazepine, perampan	1
0	The activity was stereoselective as the @DRUG$-enantiomer of @DRUG$ inhibited uPA and plasmin at approximately 70-fold higher Ki values than the active L-form.	The activity was stereoselective as the @DRUG$ - enantiomer of @DRUG$ inhibited uPA and fibrinolysin at approximately lxx - fold higher Ki values than the active L-form .	The uPA was stereoselective as the @DRUG$ - enantiomer of @DRUG$ inhibited activity and plasmin 70 approximately at - fold higher Ki values than the active L-form .	The activity was stereoselective as @DRUG$ - enantiomer @DRUG$ inhibited uPA and plasmin at approximately 70 - fold higher Ki values than the active .	The @DRUG$ - enantiomer of @DRUG$ inhibited uPA and plasmin at approximately 70 - fold higher Ki values than the active L-form .	0
1	DATA SYNTHESIS: @DRUG$ inhibits the re-uptake of norepinephrine and @DRUG$ neurotransmission without any significant direct effects on serotonin neurotransmission.	data point SYNTHESIS : @DRUG$ inhibits the re-uptake of norepinephrine and @DRUG$ neurotransmission without any significant train effects on serotonin neurotransmission .	the SYNTHESIS : @DRUG$ inhibits DATA re-uptake of norepinephrine and @DRUG$ neurotransmission without any significant effects direct on serotonin neurotransmission .	DATA SYNTHESIS : @DRUG$ inhibits the re-uptake of norepinephrine and @DRUG$ neurotransmission without any significant direct effects on serotonin neurotransmission	@DRUG$ inhibits the re-uptake of norepinephrine and @DRUG$ neurotransmission without any significant direct effects on serotonin neurotransmission .	0
1	This method allowed the detection of therapeutic concentrations of @DRUG$, acetaminophen (paracetamol), acetylsalicylic acid, @DRUG$, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method allowed the detection of therapeutic concentrations of @DRUG$ , anacin iii ( paracetamol ) , acetylsalicylic window pane , @DRUG$ , diflunisal , lodine , fenbufen , nalfon , flufenamic window pane , flurbiprofen , ibuprofen , indometacin , kebuzone , oruvail , lonazolac , meclofenamic window pane , mefenamic window pane , mofebutazone , naproxen , niflumic window pane , butazolidin , suxibuzone , tiaprofenic window pane , tolfenamic window pane , and tolmetin in urine sampling .	ketoprofen method allowed the detection of therapeutic concentrations of @DRUG$ , acetaminophen ( , ) paracetamol acetylsalicylic acid , @DRUG$ , diflunisal , etodolac , fenbufen acid fenoprofen tolmetin flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , This , lonazolac , meclofenamic , , mefenamic acid , , , naproxen , niflumic acid , phenylbutazone , suxibuzone mofebutazone tiaprofenic acid , tolfenamic acid , and , in urine samples .	This method allowed the detection of therapeutic concentrations of @DRUG$ , acetaminophen ( paracetamol ) , acetylsalicylic acid @DRUG$ , diflunisal , etodolac , fenbufen , fenoprofen , , flurbiprofen ibuprofen , indometacin , kebuzone , ketoprofen lonazolac , meclofenamic acid , mefenamic , mofebutazone , naproxen , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic , and in urine samples .	The method allowed the detection of therapeutic concentrations of @DRUG$ and @DRUG$ in urine samples.	0
1	The 12 analytes include clindamycin, @DRUG$, gamithromycin, josamycin, @DRUG$, neospiramycin 1, oleandomycin, pirlimycin, spiramycin 1, tildipirosin, tilmicosin and tylosin A.	The  analytes include clindamycin , @DRUG$ , gamithromycin , josamycin , @DRUG$ , neospiramycin single , oleandomycin , pirlimycin , spiramycin single , tildipirosin , tilmicosin and tylosin deoxyadenosine monophosphate .	The 12 analytes include clindamycin , @DRUG$ , gamithromycin , josamycin , @DRUG$ , neospiramycin and , oleandomycin , pirlimycin , spiramycin , , tildipirosin 1 tilmicosin 1 tylosin A .	The analytes include clindamycin , @DRUG$ , gamithromycin , josamycin , @DRUG$ , neospiramycin , oleandomycin , pirlimycin , spiramycin 1 , tildipirosin , tilmicosin and tylosin A .	Clindamycin, gamithromycin, josamycin, neospiramycin 1, oleandomycin, pirlimycin, spiramycin 1, tildipirosin, tilmicosin and tylosin A are all analytes that	1
1	The reaction kinetics were characterised, the affinity of lornoxicam for three major human drug metabolising cytochrome P-450 isozymes (CYP2C9, CYP2D6 and CYP3A4) was determined, and inhibition of the reaction by known substrates (diclofenac, ibuprofen, mefenamic acid, @DRUG$, tolbutamide and warfarin) and the prototype inhibitor (@DRUG$) of CYP2C9 was investigated.	The reaction dynamics were characterised , the affinity of lornoxicam for three john r major man drug metabolising cytochrome P-450 isozymes ( CYP2C9 , CYP2D6 and CYP3A4 ) was determined , and inhibition of the reaction by have it off substrates ( diclofenac , ibuprofen , mefenamic acid , @DRUG$ , tolbutamide and coumadin ) and the image inhibitor ( @DRUG$ ) of CYP2C9 was investigated .	The reaction kinetics were characterised , the P-450 of lornoxicam for ibuprofen major human drug of cytochrome affinity isozymes ( CYP2C9 , CYP2D6 and CYP2C9 ) prototype determined , and inhibition three the reaction by known substrates ( diclofenac , of , mefenamic acid , @DRUG$ , tolbutamide and warfarin ) and the was inhibitor ( @DRUG$ ) metabolising CYP3A4 was investigated .	The reaction kinetics were characterised , the affinity lornoxicam three major human drug metabolising cytochrome isozymes ( CYP2C9 , CYP2D6 and CYP3A4 ) was determined , inhibition of reaction by known ( diclofenac , ibuprofen , , @DRUG$ and warfarin ) and the prototype inhibitor ( @DRUG$ ) of CYP2C9 was investigated .	The reaction kinetics were studied, and the affinity of lornoxicam for three major human drug metabolizing cytochrome P-450 isozymes (CYP2C9, CYP2D6, and CYP3A4) was determined. Inhibition of the reaction by	1
0	The use of @DRUG$, @DRUG$ and levocetirizine is not associated with clinically relevant antimuscarinic effects.	The economic consumption of @DRUG$ , @DRUG$ and levocetirizine is not associated with clinically relevant antimuscarinic effects .	The use of @DRUG$ with @DRUG$ and levocetirizine is not associated , clinically relevant antimuscarinic effects .	The use of @DRUG$ , @DRUG$ and levocetirizine is associated with relevant antimuscarinic effects .	The use of @DRUG$ and @DRUG$ is not associated with clinically relevant antimuscarinic effects .	0
0	Mixed dyslipidemia patients (serum triglycerides [TG] levels between 150 and 500 mg/dl), aged 18-70 years and taking stable statin dose for 8 weeks were randomized to @DRUG$ @DRUG$ 135 mg delayed release tablets and micronized fenofibrate 160 mg tablets once daily for 12 weeks.	Mixed dyslipidemia patients ( serum triglycerides [ TG ] levels between 150 and 500 mg / deciliter ) , aged eighteen - 70 years and taking static statin dose for 8 weeks were randomized to @DRUG$ @DRUG$ 135 mg delayed sack tablets and micronized fenofibrate 160 mg tablets once day by day for 12 weeks .	levels tablets patients ( serum triglycerides [ TG ] Mixed tablets 150 and 500 mg / dl ) , aged 18 - 70 years and taking for were dose for 8 weeks statin randomized to @DRUG$ @DRUG$ 135 mg delayed release dyslipidemia and micronized fenofibrate 160 mg between once daily stable 12 weeks .	Mixed dyslipidemia patients ( serum triglycerides [ TG levels between 150 and 500 / ) , aged 18 - 70 years and taking statin dose 8 weeks were to @DRUG$ @DRUG$ 135 mg delayed release tablets and micronized fenofibrate 160 mg tablets once daily for 12 weeks .	Mixed dyslipidemia patients ( serum triglycerides [ TG ] levels between 150 and 500 mg / dl ) , aged 18 - 70 years and taking stable statin dose for 8 weeks were randomized to receive either @DRUG$ ( a delayed release tablet of atorvastatin ) or	1
0	Comet assay found significant differences (p < 0.01) in the distributions of DNA damage grades between the negative controls and groups treated in vitro with 0.05, 0.1, 0.2 and 0.5 mg l(-1) of @DRUG$ and 5, 25, 50 and 100 mg @DRUG$(-1) of RH-5849, respectively.	Comet assay found significant differences ( p < 0.01 ) in the dispersion of deoxyribonucleic acid damage grades between the negative assure and mathematical group treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 mg l ( - 1 ) of @DRUG$ and 5 ,  , l and 100 mg @DRUG$ ( - 1 ) of RH - 5849 , respectively .	Comet assay found significant differences ( p < 0.01 treated the RH distributions of DNA and grades between the negative controls and ) ) in respectively with 0.05 , 0.1 , 0.2 and 0.5 mg l ( - 1 ) of @DRUG$ damage 5 , 25 , 50 and 100 mg @DRUG$ ( - 1 groups of in - 5849 , vitro .	Comet found significant differences ( p 0.01 ) the distributions of DNA damage grades negative controls and groups vitro with , 0.1 , 0.2 and 0.5 mg l ( 1 ) of @DRUG$ and 5 , 25 , 50 and mg @DRUG$ ( - 1 of RH - 5849 , respectively .	The comet assay found significant differences ( p < 0.01 ) in the distributions of DNA damage grades between the negative controls and groups treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 mg l ( - 1 ) of @DRUG$ and 5 , 25 ,	1
0	In Experiment 1, six electrolyte levels were fed [basal (0.2% Na, 0.33% Cl, 1.10% @DRUG$); basal plus 0.1% Na (from @DRUG$); basal plus 0.1% K (from potassium chloride); basal plus 0.2% Na (from sodium carbonate); basal plus 0.34% K (from potassium chloride); basal plus 0.15% Cl (from ammonium chloride)].	In Experiment unity , hexad electrolyte level were feed in [ basal ( 0.2 % Na , 0.33 % atomic number  , 1.10 % @DRUG$ ) ; basal positive 0.1 % Na ( from @DRUG$ ) ; basal positive 0.1 % thousand ( from potassium chloride ) ; basal positive 0.2 % Na ( from sodium carbonate ) ; basal positive 0.34 % thousand ( from potassium chloride ) ; basal positive 0.15 % atomic number  ( from ammonium ion chloride ) ] .	% Experiment 1 , six electrolyte levels were fed [ basal ; 0.2 % Na , 0.33 In Cl , 1.10 % @DRUG$ ) ( basal plus 0.1 ( Na ( from @DRUG$ ) ; % 0.15 0.1 ) K ( from potassium chloride ) ; basal plus 0.2 % Na ( from sodium carbonate ammonium ; basal ) 0.34 basal K ( from potassium chloride plus ; basal plus plus % Cl % from % chloride ) ] .	In Experiment 1 , six electrolyte were fed [ basal ( 0.2 % Na , % Cl 1.10 % @DRUG$ ) ; basal plus 0.1 % Na ( from @DRUG$ ) ; basal plus 0.1 % K ( from potassium chloride ) ; basal plus 0.2 % Na ( from sodium carbonate ) ; basal 0.34 % K ( from potassium chloride ; basal 0.15 % ( from ammonium chloride ) ] .	In Experiment 1, six electrolyte levels were fed [ basal ( 0.2 % Na, 0.33 % Cl, 1.10 % @DRUG$ ); basal plus 0.1 % Na (from @DRUG$); basal plus 0.1 % K (from potassium chloride); basal plus	0
0	Validation of two ELISA kits for the screening of tylosin and @DRUG$ in @DRUG$ according to the European decision 2002/657/EC.	proof of two enzyme linked immunosorbent serologic assay kits for the screening of tylosin and @DRUG$ in @DRUG$ according to the European decision 2002/657/EC .	Validation of of ELISA kits European the screening two tylosin and @DRUG$ in @DRUG$ according to the for decision 2002/657/EC .	Validation of two kits for the screening of tylosin and @DRUG$ in @DRUG$ to the decision 2002/657/EC .	The two ELISA kits can be used to screen for tylosin in @DRUG$.	1
0	All three fresh isolates became @DRUG$-resistant after 9 to 16 transfers in the presence of fructose or @DRUG$ plus xylitol, while none of the laboratory strains became xylitol-resistant after 16 transfers in the presence of these sugars.	all three fresh sequestrate become @DRUG$ - resistant after 9 to sixteen transfers in the presence of fructose or @DRUG$ plus xylitol , while none of the laboratory strains become xylitol - resistant after sixteen transfers in the presence of these sugars .	All to fresh isolates became @DRUG$ - resistant after 9 the 16 transfers in the presence of fructose or @DRUG$ plus xylitol , while none of the laboratory strains became xylitol - three after 16 transfers in resistant presence of these sugars .	three fresh isolates became @DRUG$ - resistant after 9 to 16 transfers in the presence of fructose @DRUG$ plus xylitol , none the laboratory strains became xylitol - resistant after 16 transfers in the presence of these .	All three fresh isolates became @DRUG$ - resistant after 9 to 16 transfers in the presence of fructose or @DRUG$ plus xylitol , while none of the laboratory strains became xylitol - resistant after 16 transfers in the presence of these sugars ."In other words, if you	0
0	@DRUG$, a novel @DRUG$-like peptide 2 analog, in the treatment of patients with short bowel syndrome.	@DRUG$ , a novel @DRUG$ - like peptide ii analog , in the treatment of patients with unretentive bowel syndrome .	@DRUG$ , a like @DRUG$ - novel peptide with analog , in the treatment of patients 2 short bowel syndrome .	@DRUG$ , a novel @DRUG$ like peptide 2 analog , in the treatment of patients with short bowel syndrome .	@DRUG$ is a new drug that is similar to @DRUG$ in its ability to treat patients with short bowel syndrome.	0
0	In man, following an oral 500 mg dose of @DRUG$, a mean peak plasma concentration (Cmax) of 0.48 @DRUG$/L (range 0.1-1.97) was observed at 4 h.	In man , following an oral 500 milligram dose of @DRUG$ , a mean peak blood plasma concentration ( Cmax ) of 0.48 @DRUG$ / L ( range 0.1-1.97 ) was observed at quaternity h.	In man , following an oral ) mg dose of @DRUG$ , a 500 peak plasma concentration ( Cmax range of 0.48 @DRUG$ / L ( mean 0.1-1.97 ) was observed at 4 h.	In man , following an oral 500 mg dose of @DRUG$ , a mean peak plasma concentration ( Cmax ) of 0.48 @DRUG$ / L ( 0.1-1.97 ) was observed at 4 h.	In man, following an oral 500 mg dose of @DRUG$, a mean peak plasma concentration (Cmax) of 0.48 @DRUG$/L (range 0.1-1.97) was observed at 4 h.	0
0	A daily dose of 2 @DRUG$ of @DRUG$/kg of body weight for 6 days did not affect the plasma enzymes or the antiprothrombinemic effect of bishydroxy-coumarin in wethers.	A daily dose of ii @DRUG$ of @DRUG$ / kg of eubstance weight for 6 days did not affect the plasma enzyme or the antiprothrombinemic effect of bishydroxy - coumarin in wethers .	dose daily A of 2 @DRUG$ of @DRUG$ / kg of did weight for 6 days the not affect body plasma enzymes or the antiprothrombinemic effect of bishydroxy - coumarin in wethers .	A daily dose of 2 @DRUG$ of @DRUG$ / kg of body weight for 6 days did affect the plasma enzymes or the antiprothrombinemic effect of bishydroxy - coumarin in wethers .	A daily dose of 2 @DRUG$ of @DRUG$ / kg of body weight for 6 days did not affect the plasma enzymes or the antiprothrombinemic effect of bishydroxy - coumarin in wethers .	0
0	However, almost 1 week after the final ingestion, the blood concentration of tacrolimus markedly increased to as much @DRUG$ 47.4 ng/mL from 4.7 @DRUG$/mL before the ingestion, resulting in a profound reduction of calcineurin phosphatase activity in peripheral blood mononuclear cells.	However , almost 1 week after the concluding ingestion , the line concentration of tacrolimus markedly increased to as much @DRUG$ 47.4 ng / mL from 4.7 @DRUG$ / mL before the ingestion , resulting in a profound reducing of calcineurin phosphatase activity in peripheral line mononuclear cadre .	However , almost 1 week after the final ingestion , the blood concentration of tacrolimus markedly increased resulting as much @DRUG$ 47.4 4.7 / mL from ingestion @DRUG$ / mL before the ng , to in a of reduction profound calcineurin phosphatase activity in peripheral blood mononuclear cells .	However , almost 1 week after the final ingestion the blood concentration of tacrolimus markedly increased as much @DRUG$ 47.4 ng / mL from 4.7 @DRUG$ / mL the resulting in a profound reduction of calcineurin phosphatase activity in peripheral blood mononuclear cells .	The blood concentration of tacrolimus (@DRUG$) markedly increased almost 1 week after the final ingestion, resulting in a profound reduction of calcineurin phosphatase activity in peripheral blood mononuclear cells.	1
0	@DRUG$, a putative anti-psychotic drug: uptake inhibition and release of @DRUG$ in vitro in the rat brain.	@DRUG$ , a putative anti-psychotic drug : intake inhibition and release of @DRUG$ in vitro in the squealer brain .	@DRUG$ of a putative anti-psychotic drug the uptake inhibition and release , @DRUG$ in vitro in : rat brain .	@DRUG$ , anti-psychotic drug uptake inhibition release of @DRUG$ in vitro in the brain .	@DRUG$ inhibits the uptake of @DRUG$ in the rat brain, and also causes the release of DRUGB.	0
0	CONCLUSION: Prolonged-release alfuzosin 10mg once daily controls symptoms associated with BPH throughout a 24-hour dosage interval as effectively @DRUG$ immediate-release @DRUG$ 2.5mg three times daily but with fewer vasodilatory adverse events.	CONCLUSION : keep up - release alfuzosin 10 mg once daily controls symptoms associated with BPH throughout a  - hour dosage interval as effectively @DRUG$ immediate - release @DRUG$ 2.5 mg three fourth dimension daily but with fewer vasodilatory contrary events .	CONCLUSION : but - release alfuzosin 10 mg once daily controls symptoms associated with BPH 2.5 a 24 - hour dosage interval as effectively @DRUG$ immediate release - @DRUG$ throughout mg three times daily adverse with fewer vasodilatory Prolonged events .	CONCLUSION - release alfuzosin 10 mg once daily controls symptoms associated with BPH a 24 - hour dosage interval as effectively @DRUG$ immediate - release @DRUG$ 2.5 three times daily but with fewer vasodilatory adverse events .	Prolonged-release alfuzosin 10 mg once daily controls symptoms associated with BPH throughout a 24-hour dosage interval as effectively as immediate-release alfuzosin 2.5 mg three times daily but with fewer vasodilatory adverse events.	1
1	Midazolam, @DRUG$ and @DRUG$ are metabolized by cytochrome P450 (CYP) enzymes and by glucuronide conjugation whereas lorazepam directly undergoes glucuronide conjugation.	Midazolam , @DRUG$ and @DRUG$ are metabolize by cytochrome P450 ( CYP ) enzymes and by glucuronide conjugation whereas lorazepam directly undergo glucuronide conjugation .	Midazolam , @DRUG$ and @DRUG$ are metabolized by glucuronide P450 ( CYP ) enzymes and by cytochrome conjugation whereas lorazepam directly undergoes conjugation glucuronide .	Midazolam , @DRUG$ and @DRUG$ are metabolized by cytochrome P450 CYP ) enzymes and by glucuronide conjugation whereas lorazepam directly undergoes glucuronide conjugation .	@DRUG$ and @DRUG$ are both metabolized by cytochrome P450 enzymes and by glucuronide conjugation, but DRUGA is also metabolized by direct glucuronide conjugation.	0
0	A selective and sensitive high-performance liquid chromatographic (HPLC) method was developed for the determination of glycyl-L-histidyl-L-lysine (GHK), a liver-cell growth factor isolated from human plasma, and its metabolite, @DRUG$-histidyl-@DRUG$ (HK), in rat plasma.	A selective and sensitive high- performance liquidity chromatographic ( HPLC ) method was formulate for the finding of glycyl - L-histidyl -L-lysine ( GHK ) , a liver-cell growth divisor insulate from human plasma , and its metabolite , @DRUG$ - histidyl - @DRUG$ ( HK ) , in rat plasma .	A selective and sensitive high- performance liquid chromatographic ( HPLC ) method was developed - in determination liver-cell glycyl - L-histidyl -L-lysine ( GHK ) , a of growth factor isolated from and plasma , human its metabolite , @DRUG$ for histidyl - @DRUG$ ( HK ) , the rat plasma .	A selective and sensitive high- performance liquid chromatographic ( ) method was developed for the determination of glycyl - L-histidyl -L-lysine ( GHK ) , a growth factor isolated from human plasma , and metabolite , @DRUG$ - - @DRUG$ ( HK ) , in rat plasma .	A high- performance liquid chromatographic ( HPLC ) method was developed for the determination of glycyl - L-histidyl -L-lysine ( GHK ) , a liver-cell growth factor isolated from human plasma , and its metabolite , @DRUG$ - histidyl	1
0	These include: (i) centrally-acting drugs, such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine, the endocannabinoid antagonist rimonabant, the selective serotonin 5-HT2c agonist APD-356, and oleoyl-estrone; (ii) drugs that target peripheral episodic satiety signals, such as glucagon-like peptide-1 (exenatide, exenatide-LAR and liraglutide), peptide YY (intranasal @DRUG$ and @DRUG$-162325) and amylin (pramlintide); (iii) drugs that block fat absorption, such as the novel lipase inhibitors cetilistat and GT-389255; and (iv) a human growth hormone fragment (AOD-9604) that increases adipose tissue breakdown.	These include : ( i ) centrally - dissemble drugs , such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine , the endocannabinoid antagonist rimonabant , the selective serotonin pentad - HT2 c agonist APD - 356 , and oleoyl- estrone ; ( ii ) drugs that target peripheral device episodic satiety signals , such as glucagon - comparable peptide - 1 ( exenatide , exenatide - LAR and liraglutide ) , peptide YY ( intranasal @DRUG$ and @DRUG$ - 162325 ) and amylin ( pramlintide ) ; ( iii ) drugs that block fill out assimilation , such as the new lipase inhibitors cetilistat and GT - 389255 ; and ( iv ) a homo development internal secretion fragment ( AOD - 9604 ) that step up adipose tissue paper breakdown .	These include : ( amylin inhibitors centrally - acting drugs , such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine i the endocannabinoid antagonist rimonabant , the selective ( 5 - HT2 lipase agonist APD - 356 , and oleoyl- estrone ; , ii ) drugs that target peripheral episodic satiety signals , such as increases - like peptide - 1 ( exenatide , exenatide GT LAR and liraglutide ) ( peptide YY ( intranasal @DRUG$ and @DRUG$ - 162325 ) - ) human pramlintide ) ; ( iii ) drugs that block - absorption , such as the novel c ) cetilistat and fat and 389255 ; and serotonin iv , a ( growth hormone fragment ( AOD - 9604 ) that glucagon adipose tissue breakdown .	These include : ( i centrally - acting drugs , such as the noradrenergic dopaminergic reuptake inhibitor radafaxine , the endocannabinoid antagonist rimonabant , the selective serotonin - c agonist APD - 356 , and oleoyl- estrone ; ( ii ) drugs that target peripheral episodic satiety signals , such as glucagon - like peptide - ( exenatide , exenatide - LAR and liraglutide ) , peptide YY ( intranasal @DRUG$ and @DRUG$ - 162325 ) and amylin ( pramlintide ) ; ( iii drugs that block fat absorption , such as the novel lipase cetilistat and GT - 389255 ; and ( iv ) a human growth hormone fragment ( AOD - 9604 ) that increases adipose tissue breakdown .	@DRUG$ and @DRUG$ are drugs that target different aspects of obesity. DRUGA targets peripheral episodic satiety signals, while DRUGB blocks fat absorption. Additionally, AOD-9604 is a human growth hormone fragment that increases adipose tissue breakdown.	0
0	Pharmacokinetics, safety, and efficacy of a liposome encapsulated thymidylate synthase inhibitor, @DRUG$ [(S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl)methyl]amino-1-oxo-2-isoindolynl]-@DRUG$] in mice.	Pharmacokinetics , rubber , and efficacy of a liposome encapsulated thymidylate synthase inhibitor , @DRUG$ [ ( S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl) methyl radical ] amino-1-oxo-2-isoindolynl ]-@DRUG$ ] in mice .	Pharmacokinetics , safety , and efficacy ] ]-@DRUG$ liposome encapsulated thymidylate synthase inhibitor , @DRUG$ [ ( S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl) methyl of amino-1-oxo-2-isoindolynl a ] in mice .	, safety , and efficacy of a liposome encapsulated thymidylate synthase inhibitor , @DRUG$ [ ( S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl) methyl ] amino-1-oxo-2-isoindolynl ]-@DRUG$ ] in mice .	The pharmacokinetics, safety, and efficacy of a liposome encapsulated thymidylate synthase inhibitor, @DRUG$ [(S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinaz	1
0	SC-560 acted @DRUG$ a selective COX-1 inhibitor, @DRUG$ as a dual inhibitor with potent activity against COX-1, and NS 398 as a preferential COX-2 inhibitor.	SC - 560 acted @DRUG$ a selective COX - 1 inhibitor , @DRUG$ as a dual inhibitor with stiff activeness against COX - 1 , and NS 398 as a preferential COX - ii inhibitor .	SC - 560 acted @DRUG$ a selective COX and 1 inhibitor , @DRUG$ as a as inhibitor with potent activity against dual - 1 , - NS 398 COX a preferential COX - 2 inhibitor .	SC - 560 acted @DRUG$ a selective COX - 1 inhibitor , @DRUG$ as a dual inhibitor with potent activity against COX - 1 and NS 398 as a preferential COX - 2 inhibitor .	SC - 560 is a selective COX - 1 inhibitor that is more effective against COX - 1 than @DRUG$ , which is a dual inhibitor with potent activity against COX - 1 and COX - 2 . NS 398 is a preferential COX - 2 inhibitor that is more effective against CO	1
0	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (AsC), 4-arsanilic acid (@DRUG$-@DRUG$), 4-hydroxyphenylarsonic acid (4-OH), Nitarsone, Roxarsone and two inorganic arsenic species, arsenate As(v) and arsenite As(iii), could be detected by their typical m/z and collision induced dissociation (CID) behavior respectively.	each arsenous oxide species in this study , including monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( AsC ) , 4 - arsanilic acid ( @DRUG$ - @DRUG$ ) , 4- hydroxyphenylarsonic acid ( 4 - oh ) , Nitarsone , Roxarsone and  inorganic arsenous oxide species , arsenate As ( v ) and arsenite As ( iii ) , could be detected by their distinctive m/z and collision induced disassociation ( criminal investigation command ) behavior severally .	Each arsenic arsenic in this ( , including monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( AsC ) , 4 arsenate arsanilic acid study @DRUG$ two @DRUG$ ( , 4- hydroxyphenylarsonic acid ( 4 - OH ) , Nitarsone , Roxarsone and - inorganic species species , - As could v ) and arsenite ) ( iii ) , ( be detected ) their typical m/z and collision induced dissociation by CID As behavior respectively .	species in this study including monomethylarsonic acid MMA , dimethylarsinic acid ( DMA ) , arsenobetaine AsB ) , arsenocholine AsC ) , 4 - arsanilic acid ( @DRUG$ @DRUG$ ) , 4- hydroxyphenylarsonic acid ( 4 - OH ) , Nitarsone Roxarsone and two inorganic arsenic species , As ( v ) and arsenite As ( iii ) by their m/z and collision induced dissociation ( CID behavior respectively .	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (AsC), 4-arsanilic acid (@DRUG$-@DRUG$), 4-	0
1	The study of induction of gastrointestinal lesions in the rat demonstrated that the gastrolesive potential of @DRUG$ is 10 times inferior to that of @DRUG$.	The study of trigger of gi lesions in the rat demonstrated that the gastrolesive potential of @DRUG$ is 10 times inferior to that of @DRUG$ .	The study of induction of gastrointestinal lesions demonstrated rat the in that the gastrolesive potential of @DRUG$ is 10 times inferior to that of @DRUG$ .	of induction gastrointestinal lesions in rat that the gastrolesive potential of @DRUG$ is 10 times inferior that of @DRUG$ .	@DRUG$ is 10 times less likely to cause gastrointestinal lesions in rats than @DRUG$ .	0
0	The sympathomimetic actions of @DRUG$-ephedrine and d-pseudoephedrine: direct receptor activation or @DRUG$ release?	The adrenergic actions of @DRUG$ - ephedrine and d-pseudoephedrine : direct receptor activation or @DRUG$ release ?	or sympathomimetic actions of @DRUG$ - ephedrine and d-pseudoephedrine : direct receptor activation The @DRUG$ release ?	sympathomimetic actions of @DRUG$ - ephedrine and d-pseudoephedrine : direct receptor activation @DRUG$ release ?	Do the sympathomimetic actions of @DRUG$ - ephedrine and d-pseudoephedrine directly activate receptors, or does @DRUG$ release?	0
0	Sandostatin significantly reduced integrated LH concentrations and LH pulse amplitudes, oestradiol, testosterone, and @DRUG$ concentrations, and @DRUG$ responses to buserelin; it also suppressed insulin and C-peptide responses to an oral glucose load.	Sandostatin significantly foreshorten integrated LH concentrations and LH heartbeat amplitudes , oestradiol , testosterone , and @DRUG$ concentrations , and @DRUG$ responses to buserelin ; it too suppressed insulin and C-peptide responses to an oral glucose load .	Sandostatin significantly reduced , LH concentrations and , pulse amplitudes , oestradiol integrated testosterone , and @DRUG$ concentrations buserelin and @DRUG$ responses to LH ; it also suppressed insulin and C-peptide responses to an oral glucose load .	Sandostatin significantly reduced integrated LH concentrations and LH pulse amplitudes , oestradiol , testosterone , @DRUG$ concentrations , and @DRUG$ responses to ; it and C-peptide responses to an oral glucose load .	Sandostatin significantly reduced integrated LH concentrations and LH pulse amplitudes" - @DRUG$ inhibits the production of LH (a hormone that stimulates the production of testosterone)"oestradiol, testosterone, and DRUGA concentrations" - DRUGA inhibits the production of testosterone and o	1
0	p38alpha is a key MAPK involved in tumor necrosis factor alpha and other cytokine production, as well @DRUG$ enzyme induction (cyclooxygenase-2, inducible @DRUG$ synthase, and matrix metalloproteinases) and adhesion molecule expression.	p38alpha is a key MAPK necessitate in tumour necrosis factor alpha and other cytokine production , as well @DRUG$ enzyme induction ( cyclooxygenase - 2 , inducible @DRUG$ synthase , and matrix metalloproteinases ) and adhesion molecule verbalism .	p38alpha is metalloproteinases key MAPK involved in tumor necrosis factor alpha and other , production cytokine as well @DRUG$ enzyme induction ( cyclooxygenase - 2 , inducible @DRUG$ synthase , and matrix ) a and adhesion molecule expression .	p38alpha is a key MAPK involved in tumor necrosis factor alpha and other cytokine production , as well @DRUG$ induction cyclooxygenase - 2 , inducible @DRUG$ synthase , and matrix metalloproteinases ) and adhesion molecule expression .	@DRUG$ is involved in the production of tumor necrosis factor alpha and other cytokines, as well as the induction of the @DRUG$ enzyme cyclooxygenase - 2 . DRUGA also increases the expression of adhesion molecules.	0
0	Imatinib, an inhibitor of KIT, platelet-derived growth factor receptor alpha (PDGFRA), and a few other tyrosine kinases, is highly effective for GIST, but advanced GISTs frequently progress on @DRUG$ and other approved @DRUG$ kinase inhibitors.	Imatinib , an inhibitor of KIT , platelet - derived increase factor receptor alpha ( PDGFRA ) , and a few other tyrosine kinase , is highly effective for GIST , but come along GISTs frequently progress on @DRUG$ and other sanction @DRUG$ kinase inhibitors .	Imatinib , factor inhibitor of on , platelet - derived growth alpha receptor an ( PDGFRA ) , and a few other tyrosine kinases , is highly effective for GIST , but advanced GISTs frequently progress KIT @DRUG$ and other approved @DRUG$ kinase inhibitors .	Imatinib an inhibitor of KIT , platelet - derived growth factor ( PDGFRA ) , and a few other tyrosine kinases is highly effective for GIST , but advanced GISTs frequently on @DRUG$ approved @DRUG$ kinase inhibitors .	Imatinib is highly effective for GIST, but advanced GISTs frequently progress on @DRUG$ and other approved @DRUG$ kinase inhibitors.	0
0	The tripeptide-copper complex glycyl-@DRUG$-histidyl-L-lysine-Cu2+ (@DRUG$-Cu) was first described as a growth factor for differentiated cells.	The tripeptide - copper coordination compound glycyl- @DRUG$ -histidyl-L-lysine -Cu2 + ( @DRUG$ - Cu ) was first described as a growth factor for severalise cells .	The tripeptide - copper complex glycyl- @DRUG$ -histidyl-L-lysine -Cu2 + ( @DRUG$ - Cu ) was as described differentiated a growth factor for first cells .	The tripeptide - copper complex glycyl- @DRUG$ -histidyl-L-lysine -Cu2 ( @DRUG$ - Cu ) was first described as a growth factor for differentiated cells .	@DRUG$ is a growth factor for differentiated cells, and @DRUG$ is the copper complex of glycyl-DRUGA-histidyl-L-lysine.	0
0	Mean (SD) high-density lipoprotein cholesterol (HDL-C) level at baseline was 43.1 (11.1) mg/dL, increasing to 49.0 (12.6) @DRUG$/dL, an increase of 14.7% (@DRUG$<.001).	bastardly ( SD ) high- density lipoprotein cholesterin ( HDL - snow ) level at baseline was 43.1 ( 11.1 ) magnesium / dL , increasing to 49.0 ( 12.6 ) @DRUG$ / dL , an increase of 14.7 % ( @DRUG$ < .001 ) .	Mean ( SD ) high- density lipoprotein baseline ( HDL - C ) level at ( 49.0 43.1 ( 11.1 ) mg / dL dL increasing to was ( 12.6 ) @DRUG$ / , , an increase of 14.7 % cholesterol @DRUG$ < .001 ) .	Mean ( SD ) high- density lipoprotein cholesterol ( HDL C ) at baseline was 43.1 ( 11.1 ) mg / , increasing to ( 12.6 ) @DRUG$ / dL , an increase of 14.7 ( @DRUG$ < .001 ) .	Mean ( SD ) high- density lipoprotein cholesterol ( HDL - C ) level at baseline was 43.1 ( 11.1 ) mg / dL , increasing to 49.0 ( 12.6 ) @DRUG$ / dL , an increase of 14.7 % ( DR	1
0	Buprenorphine/@DRUG$ (Suboxone) comprises the partial mu-opioid receptor agonist @DRUG$ in combination with the opioid antagonist naloxone in a 4 : 1 ratio.	Buprenorphine / @DRUG$ ( Suboxone ) comprises the partial mu-opioid receptor agonist @DRUG$ in combination with the opioid opposer narcan in a 4 : 1 ratio .	Buprenorphine / @DRUG$ ( in ) comprises the partial mu-opioid receptor agonist @DRUG$ Suboxone opioid with the combination antagonist naloxone in a 4 : 1 ratio .	Buprenorphine / @DRUG$ ( Suboxone ) comprises the partial mu-opioid receptor agonist @DRUG$ in combination with the opioid antagonist naloxone in a 4 : 1 .	Buprenorphine / @DRUG$ ( Suboxone ) is made up of the partial mu-opioid receptor agonist @DRUG$ in combination with the opioid antagonist naloxone in a 4 : 1 ratio .	0
0	Ocaperidone also antagonized serotonin agonist (tryptamine, mescaline or 5-hydroxytryptophan)-induced behavioral effects (0.011-0.064 mg/kg) and was, thereby, equipotent with @DRUG$ (0.014-0.056 mg/kg) and at least as potent @DRUG$ ritanserin (0.037-0.13 mg/kg).	Ocaperidone also antagonize  hydroxytryptamine agonist ( tryptamine , peyote or 5 - hydroxytryptophan ) - induct behavioural effects ( 0.011-0.064 mg / kg ) and was , thereby , equipotent with @DRUG$ ( 0.014-0.056 mg / kg ) and at least as potent @DRUG$ ritanserin ( 0.037-0.13 mg / kg ) .	Ocaperidone also antagonized ( agonist ( tryptamine , , or 5 - hydroxytryptophan ) - induced and as ( 0.011-0.064 mg / kg ) and was effects thereby , equipotent with @DRUG$ ( 0.014-0.056 mg / kg ) behavioral at least mescaline potent @DRUG$ ritanserin serotonin 0.037-0.13 mg / kg ) .	Ocaperidone also antagonized serotonin agonist ( tryptamine , mescaline or 5 - hydroxytryptophan induced behavioral effects ( mg / kg ) and , thereby , equipotent @DRUG$ ( 0.014-0.056 mg / ) and at least as potent @DRUG$ ritanserin ( 0.037-0.13 mg / kg ) .	Ocaperidone also antagonized serotonin agonist ( tryptamine, mescaline or 5-hydroxytryptophan) - induced behavioral effects (0.011-0.064 mg/kg) and was, thereby, equipotent with @DRUG$ (0.	1
0	PURPOSE: The purpose of this investigation was to compare the antitumor activities of a series of acyl derivatives of 4-demethylpenclomedine (DM-PEN), the major plasma metabolite of @DRUG$ (PEN) observed to be an active antitumor agent in vivo and non-neurotoxic in a rat model with that of @DRUG$-PEN.	PURPOSE : The purpose of this investigating was to compare the antitumor activities of a series of acyl differential of quaternion - demethylpenclomedine ( DM - PEN ) , the major plasm metabolite of @DRUG$ ( PEN ) observed to be an active agent antitumor agent in vivo and non-neurotoxic in a squealer model with that of @DRUG$ - PEN .	PURPOSE : the purpose of this investigation was to compare the antitumor activities of a series of acyl derivatives of 4 - demethylpenclomedine DM - ( PEN ) in antitumor major plasma metabolite of @DRUG$ ( PEN non-neurotoxic observed to be an active The agent , vivo and ) in a rat model with that of @DRUG$ - PEN .	The purpose of this investigation was to compare the antitumor activities of series of acyl derivatives of 4 - demethylpenclomedine ( DM - PEN ) , major plasma metabolite of @DRUG$ ( PEN ) observed to be an active antitumor agent in vivo and non-neurotoxic in rat model with that of @DRUG$ - PEN .	The purpose of this investigation was to compare the antitumor activities of a series of acyl derivatives of 4 - demethylpenclomedine ( DM - PEN ) , the major plasma metabolite of @DRUG$ ( PEN ) observed to be an active antitumor agent in vivo	1
0	However, curcumin shows extensive metabolism and instability, which has justified the recent and intensive search for analogs of @DRUG$ that maintain the @DRUG$-gp modulatory activity but have enhanced stability.	nonetheless , curcumin shows extensive metabolism and imbalance , which has justified the recent and intensive search for analogs of @DRUG$ that maintain the @DRUG$ - gp modulatory activity but have raise stability .	However stability curcumin - extensive metabolism and instability have which has justified the recent and intensive search for analogs of @DRUG$ that maintain the @DRUG$ shows gp modulatory activity but , enhanced , .	However , curcumin shows extensive metabolism and instability , which has justified the recent and intensive search for analogs @DRUG$ that maintain the @DRUG$ - gp modulatory activity but have enhanced stability .	However, curcumin shows extensive metabolism and instability, which has justified the recent and intensive search for analogs of @DRUG$ that maintain the @DRUG$-gp modulatory activity but have enhanced stability.	0
0	RESULTS: @DRUG$ was statistically superior to placebo on the Clinical Global Impressions scale at endpoint, both in absolute terms (mean +/- SD Clinical Global Impressions-Severity of Illness scores: lamotrigine, 2.15 +/- 1.28; placebo, 3.40 +/- 1.17; @DRUG$ =.0308) and using a responder analysis, with response defined as a Clinical Global Impressions-Improvement score of 2 or less (lamotrigine, 84.62% [N = 11]; placebo, 30.00% [N = 3]; p =.013).	upshot : @DRUG$ was statistically superior to placebo on the Clinical Global Impressions scale at termination , both in absolute terms ( mean +/- SD Clinical Global Impressions -Severity of Illness musical score : lamotrigine , 2.15 +/- 1.28 ; placebo , 3.40 +/- 1.17 ; @DRUG$ =.0308 ) and victimization a responder psychoanalysis , with response fix as a Clinical Global Impressions - improvement score of 2 or lupus erythematosus ( lamotrigine , 84.62 % [ N =  ] ; placebo , 30.00 % [ N = 3 ] ; p =.013 ) .	RESULTS : @DRUG$ was statistically superior to less 1.28 the Clinical Global Impressions scale ] endpoint , both at absolute terms ( mean +/- SD ] Global Impressions -Severity [ Illness scores : lamotrigine , 2.15 +/- on ; % , , +/- 1.17 ; @DRUG$ =.0308 ) and using a responder analysis 3.40 with response defined as a Clinical Global Impressions - Improvement 30.00 of 2 or placebo ( lamotrigine , 84.62 placebo [ N = 11 in ; placebo , score % of N = 3 Clinical ; p =.013 ) .	RESULTS : @DRUG$ was statistically superior to placebo on the Impressions scale endpoint , both in absolute terms ( mean SD Global Impressions -Severity of Illness scores : lamotrigine , 2.15 +/- 1.28 ; placebo , +/- ; @DRUG$ =.0308 ) and using a responder analysis , with response defined as a Clinical Global Impressions - Improvement score 2 or less ( lamotrigine 84.62 % [ N = 11 ] ; placebo , 30.00 % [ N = 3 ] ; p =.013 ) .	@DRUG$ was statistically superior to placebo on the Clinical Global Impressions scale at endpoint, both in absolute terms (mean +/- SD Clinical Global Impressions -Severity of Illness scores: lamotrigine, 2.15 +/- 1.28; placebo, 3.40 +/-	1
0	Included are historical and state of the art information on the in vitro activity, experimental in vivo activity, mode of action, pharmacokinetics, clinical studies, and uses and adverse reactions of imidazoles currently marketed (clotrimazole, miconazole, econazole, ketoconazole, bifonazole, @DRUG$, croconazole, fenticonazole, isoconazole, oxiconazole, sulconazole, and tioconazole) and under development (aliconazole and @DRUG$), as well as triazoles currently marketed (terconazole) and under development (fluconazole, itraconazole, vibunazole, alteconazole, and ICI 195,739).	Included are diachronic and state of the art selective information on the in vitro activity , data based in vivo activity , mode of natural action , pharmacokinetics , clinical field of study , and uses and adverse response of glyoxaline currently market ( clotrimazole , monistat , econazole , ketoconazole , bifonazole , @DRUG$ , croconazole , fenticonazole , isoconazole , oxiconazole , sulconazole , and tioconazole ) and under development ( aliconazole and @DRUG$ ) , as well as triazoles currently market ( terconazole ) and under development ( fluconazole , itraconazole , vibunazole , alteconazole , and ICI 195,739 ) .	Included are historical and state of the in information on the in and ) , experimental art vivo activity , mode and action , and , clinical studies , imidazoles uses and adverse reactions of and currently marketed ( clotrimazole , miconazole , and , ketoconazole , bifonazole , @DRUG$ , croconazole , fenticonazole fluconazole isoconazole , oxiconazole , sulconazole , pharmacokinetics tioconazole activity of under development ( aliconazole vitro @DRUG$ ) , as well as triazoles currently marketed ( terconazole ) econazole under development ( and , itraconazole , vibunazole , alteconazole , , ICI 195,739 ) .	Included are historical and of the information on the in vitro activity , experimental in vivo activity , action , pharmacokinetics , clinical studies , and uses and adverse reactions of imidazoles currently marketed ( clotrimazole , miconazole , ketoconazole , bifonazole , @DRUG$ , croconazole , fenticonazole , isoconazole , oxiconazole sulconazole , and tioconazole ) and under development ( aliconazole and @DRUG$ ) , as well as triazoles marketed ( terconazole ) and under development ( fluconazole , itraconazole , vibunazole , alteconazole , and ICI 195,739 ) .	Imidazoles currently marketed ( clotrimazole , miconazole , econazole , ketoconazole , bifonazole , @DRUG$ , croconazole , fenticonazole , isoconazole , oxiconazole , sulcon	1
0	@DRUG$ (CPT) and analogs exhibited additives to synergistic interactions with @DRUG$-OddC by isobologram analysis.	@DRUG$ ( CPT ) and analogs exhibited additives to synergistic interactions with @DRUG$ - OddC by isobologram depth psychology .	@DRUG$ to CPT ) and analogs exhibited additives ( synergistic interactions with @DRUG$ - OddC by isobologram analysis .	@DRUG$ ( CPT and analogs exhibited additives to synergistic interactions with @DRUG$ - OddC by isobologram analysis .	The two drugs seem to work together in a synergistic way, meaning that the effects of the combination are greater than the sum of the effects of the two drugs when used separately.	1
1	The data suggested that a single treatment with clorsulon at a dosage of 15 @DRUG$/kg 8 weeks after inoculation was not effective in preventing F magna infection in sheep, because the survival of only a few @DRUG$ magna is potentially fatal in sheep within 6 months after infection.	The datum paint a picture that a single treatment with clorsulon at a dosage of 15 @DRUG$ / kg 8 weeks after inoculation was not effective in preventing F magna transmission in sheep , because the survival of only a few @DRUG$ magna is potentially fatal in sheep inside 6 month after transmission .	a after sheep that a single treatment with clorsulon at The dosage of 15 @DRUG$ / kg 8 weeks , inoculation was the effective in preventing F magna infection in suggested data because not survival of only a few @DRUG$ magna is potentially fatal in sheep within 6 months after infection .	The data suggested that a single treatment with clorsulon at a dosage of 15 @DRUG$ / kg 8 weeks after inoculation was not effective in preventing F magna infection in sheep , because the survival of only a few @DRUG$ magna fatal in sheep within 6 months after infection .	A single treatment with clorsulon at a dosage of 15 @DRUG$ / kg 8 weeks after inoculation was not effective in preventing F magna infection in sheep .	1
0	Like imipramine, the drug potentiated the ocular effects of L-@DRUG$ in the @DRUG$.	Like imipramine , the dose potentiated the ocular effects of L-@DRUG$ in the @DRUG$ .	Like imipramine drug the , potentiated the ocular effects of L-@DRUG$ in the @DRUG$ .	Like imipramine , the drug potentiated the effects of L-@DRUG$ the @DRUG$ .	The drug increased the effects of L-@DRUG$ on the eye when combined with @DRUG$.	0
0	CONCLUSIONS: Lifitegrast @DRUG$ the @DRUG$-primary symptom end point (eye dryness) but not the co-primary sign end point (inferior corneal staining).	CONCLUSIONS : Lifitegrast @DRUG$ the @DRUG$ - primary symptom final stage point ( eye dryness ) but not the co-primary sign final stage point ( deficient corneal staining ) .	CONCLUSIONS : Lifitegrast @DRUG$ the @DRUG$ - primary staining end point ( eye dryness ) but not the co-primary sign end point inferior ( corneal symptom ) .	CONCLUSIONS : Lifitegrast @DRUG$ the @DRUG$ - primary symptom point ( eye dryness ) but not the co-primary sign end point ( inferior corneal staining ) .	Lifitegrast (@DRUG$) is more effective than the @DRUG$ in reducing the primary symptom of eye dryness, but it is not more effective in reducing the co-primary sign of inferior corneal staining.	0
0	The spectrum of @DRUG$ @DRUG$ an antiepileptic was wide.	The spectrum of @DRUG$ @DRUG$ an anticonvulsant was wide .	The spectrum of @DRUG$ @DRUG$ wide antiepileptic was an .	The spectrum of @DRUG$ @DRUG$ an antiepileptic was wide .	@DRUG$ is a drug that is used to treat epilepsy, and the spectrum of its effects is wide.	1
0	A liquid chromatographic method is described to determine simultaneously the following 11 synthetic antibacterial agents used in a fishery: nitrofuran derivatives @DRUG$, nifurpirinol, difurazone, and furamizole; sulfa drugs @DRUG$, sulfisozole, sulfamonomethoxine, and sulfadimethoxine; and, oxolinic, nalidixic, and piromidic acids.	A fluid chromatographic method is described to determine at the same time the following xi synthetic antibacterial agents used in a fishery : nitrofuran derivatives @DRUG$ , nifurpirinol , difurazone , and furamizole ; sulfonamide drugs @DRUG$ , sulfisozole , sulfamonomethoxine , and sulfadimethoxine ; and , oxolinic , nalidixic , and piromidic back breaker .	A simultaneously chromatographic method synthetic nalidixic to determine liquid the following 11 is antibacterial agents used in a acids : ; derivatives @DRUG$ , nifurpirinol , difurazone , and furamizole nitrofuran sulfa drugs @DRUG$ , sulfisozole , sulfamonomethoxine , and sulfadimethoxine ; and , oxolinic , described , and piromidic fishery .	A liquid chromatographic method is described to determine simultaneously the following 11 synthetic antibacterial agents used in a : nitrofuran derivatives @DRUG$ , nifurpirinol , difurazone , and furamizole ; sulfa drugs @DRUG$ , sulfisozole , sulfamonomethoxine and sulfadimethoxine ; and , oxolinic , , and piromidic acids .	The liquid chromatographic method can be used to determine the levels of the following 11 synthetic antibacterial agents in a fishery : nitrofuran derivatives @DRUG$ , nifurpirinol , difurazone , and furamizole ; sulfa drugs @DRUG$	0
0	The antacids or adsorbents used were magnesium trisilicate, aluminum hydroxide, bismuth oxycarbonate, magnesium oxide, magnesium carbonate, calcium @DRUG$, @DRUG$, kaolin and charcoal.	The antiacid or adsorbents employ were mg trisilicate , aluminum hydroxide , bismuth oxycarbonate , mg oxide , mg carbonate , calcium @DRUG$ , @DRUG$ , kaolin and charcoal .	The antacids or adsorbents used were magnesium trisilicate bismuth kaolin hydroxide , , carbonate , magnesium oxide , magnesium oxycarbonate , calcium @DRUG$ , @DRUG$ , aluminum and charcoal .	The antacids or adsorbents used were magnesium trisilicate , aluminum hydroxide , bismuth oxycarbonate , magnesium oxide , magnesium carbonate , calcium @DRUG$ , @DRUG$ , kaolin and charcoal .	The antacids or adsorbents used were magnesium trisilicate, aluminum hydroxide, bismuth oxycarbonate, magnesium oxide, magnesium carbonate, calcium @DRUG$, @DRUG$, kaolin and charcoal.	0
0	8Br-@DRUG$ increased [Ca(2+)](i) but application of @DRUG$ decreased it, suggesting that bromocriptine-induced inhibition of [Ca(2+)](i) is not dependent on bromocriptine-induced inhibition of adenylyl cyclase.	8Br-@DRUG$ increased [ Ca ( 2 + ) ] ( i ) but covering of @DRUG$ decreased it , suggesting that bromocriptine - induce forbiddance of [ Ca ( 2 + ) ] ( i ) is not subordinate on bromocriptine - induce forbiddance of adenylyl cyclase .	8Br-@DRUG$ induced [ ( ( 2 + ) ] ( i ) but application of @DRUG$ decreased it , suggesting that ( - increased inhibition of [ Ca Ca 2 + ) ] bromocriptine i ) is not dependent on bromocriptine - cyclase inhibition of adenylyl induced .	8Br-@DRUG$ increased [ Ca ( 2 ) ] ( i ) but application of decreased it , suggesting that - induced inhibition of [ Ca ( 2 + ) ( i ) not dependent on bromocriptine - induced inhibition of adenylyl cyclase .	8Br-@DRUG$ increased [Ca2+] (i) but application of @DRUG$ decreased it, suggesting that bromocriptine-induced inhibition of [Ca2+] (i) is not dependent on bromocriptine-induced inhibition of adenylyl	0
0	Additionally, 4 of 9 children had plasma E/L above normal cut-off level after one month's supplementation with 50 IU/kg/day of CWS/F @DRUG$. All the responders had serum bilirubin levels less than 4 mg/dl while the remainder with serum direct bilirubin level more than 4 mg/dl had their plasma E/@DRUG$ below normal cut-off levels in spite of any vitamin E supplementation.	Additionally , quatern of 9 children had blood plasma E/L above pattern cut-off level after one month 's subjunction with 50 IU / kilo / twenty four hours of CWS / F @DRUG$ . All the responders had serum bilirubin levels less than quatern mg / deciliter while the remainder with serum direct bilirubin level more than quatern mg / deciliter had their blood plasma E/@DRUG$ below pattern cut-off levels in spite of any vitamin E subjunction .	Additionally , 4 of 9 children had plasma E/L above normal less level after one month 's supplementation with 50 IU / kg / had of CWS / F @DRUG$ . All the responders bilirubin than bilirubin direct cut-off than 4 mg / dl while the remainder with serum levels day level more serum 4 mg levels dl had their plasma E/@DRUG$ below normal cut-off / in spite of any vitamin E supplementation .	Additionally , 4 of 9 children had plasma E/L above normal level after one month 's with 50 IU / kg / day of CWS / F @DRUG$ . All the responders had serum levels less 4 mg dl while remainder with serum direct bilirubin level more than 4 mg / dl their plasma E/@DRUG$ below normal cut-off levels in spite of any vitamin E supplementation .	4 of 9 children who supplemented with 50 IU / kg / day of CWS / F @DRUG$ had plasma E/L levels above the normal cut-off level. All responders had serum bilirubin levels less than 4 mg / dl, while the remainder with serum direct bilir	1
0	More recently, this binding site has been identified as the synaptic vesicle protein 2A (SV2A), a protein present in synaptic vesicles [Lynch, B., Lambeng, N., Nocka, @DRUG$., Kensel-Hammes, P., Bajjalieh, S.@DRUG$., Matagne, A., Fuks, B., 2004.	more than latterly , this binding web site has been identified as the synaptic cyst protein 2A ( SV2A ) , a protein gift in synaptic vesicles [ Lynch , B. , Lambeng , N. , Nocka , @DRUG$ . , Kensel-Hammes , P. , Bajjalieh , S.@DRUG$ . , Matagne , A. , Fuks , B. , 2004 .	More recently , this binding site has been identified as the synaptic vesicle protein 2A , SV2A ) , a protein present Nocka synaptic vesicles . ( , B. , Lambeng , N. , in , @DRUG$ [ , Kensel-Hammes , P. , Bajjalieh , S.@DRUG$ . , Matagne , A. , Fuks Lynch B. , 2004 .	More recently , this binding site has been identified as the synaptic vesicle protein 2A ( ) , a protein present in synaptic vesicles [ Lynch , B. , Lambeng , N. , Nocka , @DRUG$ . , Kensel-Hammes , P. , Bajjalieh , S.@DRUG$ . , Matagne , A. , , B. , 2004 .	@DRUG$ binds to @DRUG$, which is present in synaptic vesicles.	0
0	The end product of this pathway, @DRUG$, is incorporated into the pyridone ring of @DRUG$.	The terminate product of this pathway , @DRUG$ , is incorporated into the pyridone ring of @DRUG$ .	The end product of this pathway , @DRUG$ , pyridone incorporated into the is ring of @DRUG$ .	end product of this pathway , @DRUG$ , is incorporated into the pyridone ring of @DRUG$ .	@DRUG$ is the molecule that is incorporated into the pyridone ring of @DRUG$ .	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, @DRUG$; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, @DRUG$, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This outcome focalize on the comply option of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , bm - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , zippo ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( trigger ) , duloxetine hydrochloride , @DRUG$ ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human being ) ; hMaxi -K , human being papillomavirus vaccinum ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , irofulven , iodin - 1018 ; Lasofoxifene tartrate , brocadopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , @DRUG$ , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; tadalafil , tanaproget , genus taxus , tiotropium cliche , treprostinil sodium ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	; Tadalafil focuses on the 214662 selection / drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - following , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , , , cetuximab , ciclesonide , clofarabine , Cypher This , , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , tositumomab ; ethinylestradiol , drotrecogin alfa ( activated pimecrolimus , duloxetine , , @DRUG$ ; Ecogramostim , efalizumab Valdecoxib ertapenem sodium , escitalopram oxalate , eszopiclone ; hMaxi ; hydrochloride , gestodene Dalbavancin ghrelin ( human i131 ; Fenretinide -K , human ) vaccine ; , mesylate , indiplon , iodine ( ) papillomavirus drospirenone , irofulven hydrochloride ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa of entacapone , liposomal doxorubicin ; Nemifitide Pegfilgrastim Imatinib nesiritide ; Omalizumab / ditriflutate , peginterferon alfa - 2a , @DRUG$ , phVEGF - A165 CEA-TRICOM ) , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; extract , St. John's Wort Satraplatin , sunitinib malate ; issue , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; , , vardenafil Gefitinib hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; BMS 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , @DRUG$ ; efalizumab , ertapenem sodium , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa 2a , @DRUG$ , phVEGF - A165 , pimecrolimus , pramlintide acetate Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , , Taxus , tiotropium bromide , treprostinil sodium Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	The conversion of 9 alpha FE to 9 alpha FF is, on the contrary, much faster than that of E to F. Thus, the equilibrium of the reaction is on the 11-oxo side for @DRUG$/E and on the 11-hydroxy side for 9 alpha FF/9 alpha @DRUG$.	The conversion of 9 alpha atomic number  to 9 alpha FF is , on the contrary , lots faster than that of einsteinium to farad . Thus , the labyrinthine sense of the reaction is on the 11 - oxo side for @DRUG$ / einsteinium and on the 11 - hydroxy side for 9 alpha FF / 9 alpha @DRUG$ .	than conversion of 9 Thus FE reaction 9 alpha FF is , on the contrary , much faster The that of E to F . alpha , the equilibrium of the to is on the 9 - oxo side for @DRUG$ / E and on the alpha - hydroxy side for 9 11 FF / 11 alpha @DRUG$ .	The conversion of 9 alpha to 9 FF is , on the contrary , much faster than of E to F . Thus , the equilibrium of reaction is on the 11 - oxo side for @DRUG$ / E and the 11 - hydroxy side 9 alpha FF / alpha @DRUG$ .	The conversion of 9 alpha FE to 9 alpha FF is much faster than that of E to F. Thus, the equilibrium of the reaction is on the 11-oxo side for @DRUG$/E and on the 11-hydroxy side for 9 alpha FF/9 alpha @DRUG$.	0
0	Pharmacokinetics of @DRUG$ and @DRUG$ administered via 1 pressurized metered-dose inhaler in patients with asthma and COPD.	pharmacokinetics of @DRUG$ and @DRUG$ administered via 1 pressurized metered - dose inhaler in affected role with asthma and COPD .	Pharmacokinetics of @DRUG$ and @DRUG$ in and 1 pressurized metered - dose inhaler administered patients with asthma via COPD .	Pharmacokinetics of @DRUG$ and @DRUG$ administered via pressurized - inhaler in patients with asthma and COPD .	The pharmacokinetics of @DRUG$ and @DRUG$ when administered using a pressurized metered-dose inhaler in patients with asthma and COPD.	0
0	@DRUG$ (MBT) has been used mainly @DRUG$ a vulcanization accelerator in rubber manufacture and an intermediate in the production of other accelerators.	@DRUG$ ( MBT ) has been used mainly @DRUG$ a vulcanisation accelerator in rubber invent and an intermediate in the production of other accelerators .	@DRUG$ ( of ) has been used mainly @DRUG$ a vulcanization accelerator in rubber an and manufacture intermediate in the production MBT other accelerators .	@DRUG$ ( MBT ) has been used mainly @DRUG$ a accelerator in rubber and intermediate in the production of accelerators .	@DRUG$ is used mainly as an accelerator in rubber manufacture and as an intermediate in the production of other accelerators.	1
0	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either CVT-6883 (1 @DRUG$/kg i.@DRUG$.) or montelukast (1 mg/kg i.p.).	aerosolise AMP elicited significant increases in Penh in sensitized mice , and the effect was importantly attenuated by either CVT -6883 ( 1 @DRUG$ / kg i.@DRUG$ . ) or montelukast ( 1 magnesium / kg i.p. ) .	i.p. AMP elicited significant increases in Penh montelukast sensitized mice , and the effect was significantly attenuated by either CVT -6883 ( 1 @DRUG$ / kg i.@DRUG$ . ) or mg ( 1 in / kg Aerosolized ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice and the effect was significantly attenuated by either CVT -6883 ( 1 / kg i.@DRUG$ . ) or montelukast ( 1 mg / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either CVT-6883 (1 @DRUG$/kg i.@DRUG$.) or montelukast (1 mg/kg i.p.).	0
0	During chronic administration to patients with hypertension, hypokalemia was more marked with clopamide, 10 mg daily, than with @DRUG$, 5 mg, or @DRUG$, 500 mg daily.	During chronic administration to patient role with high blood pressure , hypokalemia was more tag with clopamide , 10 mg daily , than with @DRUG$ , 5 mg , or @DRUG$ , 500 mg daily .	During chronic administration to patients with hypertension , hypokalemia was more marked , clopamide , 10 mg daily mg than with @DRUG$ , 5 mg with daily @DRUG$ , 500 , or .	During chronic to patients with hypertension , hypokalemia was more marked with clopamide , 10 mg daily , than with @DRUG$ , 5 mg , @DRUG$ , 500 mg .	The higher the dose of clopamide (@DRUG$), the more severe the hypokalemia (low potassium levels).	1
0	At confluency, medium was replaced with 100 microL of varying concentrations of preservatives: benzalkonium chloride (BAK), @DRUG$ (MP), sodium perborate (SP), chlorobutanol (Cbl), and stabilized thimerosal (Thi); varying concentrations of buffer: @DRUG$; media (viable control); and formalin (dead control).	at confluency , medium was replaced with 100 microL of deviate concentrations of preservatives : benzalkonium chloride ( BAK ) , @DRUG$ ( military policeman ) , atomic number  perborate ( SP ) , chlorobutanol ( Cbl ) , and stabilized thimerosal ( Thi ) ; deviate concentrations of soften : @DRUG$ ; media ( practicable control ) ; and formalin ( dead control ) .	stabilized confluency , medium was replaced with 100 microL ( varying concentrations of preservatives : benzalkonium chloride ( BAK ) , @DRUG$ ( MP At , sodium ; ( SP of , chlorobutanol ( Cbl thimerosal , and ) ) ) Thi ) ; varying concentrations of buffer : @DRUG$ perborate media ( viable control ) ; and formalin ( dead control ) .	confluency , medium was replaced with 100 microL of varying concentrations of preservatives : benzalkonium chloride ( BAK ) , @DRUG$ ( MP ) , sodium perborate SP ) , chlorobutanol ( Cbl ) , and stabilized thimerosal ( Thi ; varying concentrations of buffer : @DRUG$ ; media ( viable control ) ; and formalin ( dead control ) .	At confluency, medium was replaced with 100 microL of varying concentrations of preservatives: benzalkonium chloride (BAK), @DRUG$ (MP), sodium perborate (SP), chlorobutanol (Cbl), and stabilized thimerosal (Thi); varying concentrations	1
0	OBJECTIVES: The objectives of the study are to determine if THC, a cannabinoid agonist, and lofexidine, an alpha(2)-adrenergic receptor agonist, given alone and in combination, decreased symptoms of marijuana withdrawal and relapse, defined @DRUG$ a return to @DRUG$ use after a period of abstinence.	object lens : The objectives of the study are to decide if THC , a cannabinoid agonist , and lofexidine , an alpha ( 2 ) - adrenergic receptor agonist , given alone and in compounding , minify symptom of marijuana withdrawal and relapse , defined @DRUG$ a return to @DRUG$ use after a period of abstinence .	OBJECTIVES : The objectives of the study are to determine and THC , a cannabinoid agonist , , lofexidine , an alpha ( 2 ) - , receptor agonist if given alone and in combination adrenergic decreased symptoms of marijuana withdrawal and relapse period defined a a return to @DRUG$ use after @DRUG$ , of abstinence .	OBJECTIVES : The objectives of the study are to determine if THC , a cannabinoid agonist , and lofexidine , an alpha ( 2 ) adrenergic receptor agonist , given alone and in combination , decreased symptoms of marijuana withdrawal relapse , defined @DRUG$ a return to @DRUG$ use after a period of abstinence .	The study will determine if THC and lofexidine, when given alone and in combination, decrease symptoms of marijuana withdrawal and relapse.	1
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 @DRUG$/d, @DRUG$ 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	In comparative degree trials in the management of hypertension , the combining of mavik 1 or 2 mg /d and verapamil emergency room 180 mg /d was statistically identical from or superior to the combinations of tenormin 50 or one c mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ 25 @DRUG$ /d , @DRUG$ 20 mg / d plus HCTZ 12.5 mg /d , and lopressor one c mg / d plus HCTZ 12.5 mg/d .	or comparative trials in the management to hypertension metoprolol the 100 of trandolapril 1 plus 2 mg /d and verapamil ER 180 mg /d was d indistinguishable from or superior of the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 50 25 mg 20 , captopril or mg / d In HCTZ 25 @DRUG$ /d , @DRUG$ /d mg / statistically plus HCTZ 12.5 mg /d , and , combination mg / d plus HCTZ 12.5 mg/d .	In comparative trials in the management of , the combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ 25 @DRUG$ /d , @DRUG$ 20 mg / d plus HCTZ 12.5 mg /d and metoprolol 100 mg / d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	RESULTS: After 104 weeks of therapy, the rosuvastatin group had lower levels of LDL @DRUG$ than the atorvastatin group (62.6 vs. 70.2 mg per deciliter [1.62 vs. 1.82 mmol per liter], P<0.001), and higher levels of high-density lipoprotein (HDL) cholesterol (50.4 vs. 48.6 @DRUG$ per deciliter [1.30 vs. 1.26 mmol per liter], P=0.01).	event : later 104 hebdomad of therapy , the rosuvastatin group had lower levels of LDL @DRUG$ than the lipitor group ( 62.6 vs. 70.2 mg per deciliter [ 1.62 vs. 1.82 mmol per litre ] , P<0.001 ) , and mellow levels of high-density lipoprotein ( HDL ) cholesterol ( 50.4 vs. 48.6 @DRUG$ per deciliter [ 1.30 vs. 1.26 mmol per litre ] , P=0.01 ) .	RESULTS : After 104 weeks of therapy , the mmol group had lower levels of LDL @DRUG$ than the atorvastatin group ( per vs. [ mg 62.6 deciliter [ 1.62 vs. 1.82 rosuvastatin per liter ] , vs. ) , and higher levels of high-density lipoprotein ( HDL vs. cholesterol ( 50.4 P<0.001 48.6 @DRUG$ per deciliter P=0.01 1.30 ) 1.26 mmol per liter ] , 70.2 ) .	RESULTS : After 104 weeks of the rosuvastatin group had lower levels of LDL @DRUG$ than the atorvastatin ( 62.6 mg per deciliter [ vs. 1.82 mmol per liter ] , P<0.001 ) , higher levels of high-density lipoprotein HDL ) cholesterol ( 50.4 vs. 48.6 @DRUG$ per deciliter [ 1.30 vs. 1.26 mmol per liter ] , P=0.01 ) .	After 104 weeks of therapy, the rosuvastatin group had lower levels of LDL (a type of cholesterol) than the atorvastatin group, and higher levels of HDL (a type of cholesterol).	1
0	Therapeutic free (unbound) and total plasma phenytoin concentrations are consistently attained after i.@DRUG$. or i.v. administration of @DRUG$ loading doses.	Therapeutic free ( unbind ) and sum up plasma phenytoin concentrations are consistently attained after i.@DRUG$ . or i.v. administration of @DRUG$ loading doses .	Therapeutic free or unbound ) administration total plasma phenytoin concentrations are consistently attained after i.@DRUG$ . ( i.v. and of @DRUG$ loading doses .	free ( unbound ) total plasma phenytoin concentrations are consistently attained after i.@DRUG$ . or i.v. administration of @DRUG$ doses .	Therapeutic free ( unbound ) and total plasma phenytoin concentrations are consistently attained after i.@DRUG$ . or i.v. administration of @DRUG$ loading doses ."This means that after taking a loading dose of DRUGA, the therapeutic free and total plasma	0
0	The main analysis compared OCs containing drospirenone with OCs containing @DRUG$, a second generation OC not known to impact @DRUG$ homeostasis.	The briny analysis compared OCs containing drospirenone with OCs containing @DRUG$ , a instant generation OC not known to impact @DRUG$ homeostasis .	The not analysis compared OCs containing drospirenone with OCs containing @DRUG$ , second a generation OC main known to impact @DRUG$ homeostasis .	The analysis compared OCs containing drospirenone with OCs containing @DRUG$ , a second OC not known impact @DRUG$ homeostasis .	The main analysis compared OCs containing drospirenone with OCs containing a second generation OC not known to impact @DRUG$ homeostasis .	1
0	p38alpha is a key MAPK involved in tumor necrosis factor alpha and other cytokine production, @DRUG$ well as enzyme induction (cyclooxygenase-2, inducible @DRUG$ synthase, and matrix metalloproteinases) and adhesion molecule expression.	p38alpha is a distinguish MAPK involved in tumor necrosis factor alpha and other cytokine production , @DRUG$ well as enzyme induction ( cyclooxygenase - ii , inducible @DRUG$ synthase , and matrix metalloproteinases ) and bond molecule expression .	enzyme is a key MAPK involved in tumor necrosis factor alpha and other cytokine production , @DRUG$ well as metalloproteinases induction and cyclooxygenase - 2 , inducible @DRUG$ synthase , and matrix p38alpha ) ( adhesion molecule expression .	p38alpha is a key MAPK in tumor necrosis factor alpha and other production , @DRUG$ well as enzyme induction ( cyclooxygenase - 2 , inducible @DRUG$ synthase , and matrix metalloproteinases ) and adhesion molecule expression	@DRUG$ is a key MAPK involved in tumor necrosis factor alpha and other cytokine production, as well as enzyme induction (cyclooxygenase-2, inducible @DRUG$ synthase, and matrix metalloproteinases).	0
0	Additional experiments showed that ADH1 and ADH2 catalysed this reaction in vitro with apparent @DRUG$ m values of 42 micro @DRUG$ and 10 micro m, respectively, whereas ADH3 showed no activity.	Additional experiments showed that ADH1 and ADH2 catalyse this response in vitro with patent @DRUG$ m values of 42 micro @DRUG$ and 10 micro m , respectively , whereas ADH3 showed no activity .	Additional experiments showed that ADH1 and ADH2 catalysed this reaction in vitro with apparent @DRUG$ m values of activity micro @DRUG$ , 10 whereas m , respectively and micro ADH3 showed no 42 .	Additional experiments showed that and ADH2 catalysed this reaction in with apparent @DRUG$ m values of 42 micro @DRUG$ and 10 micro m , respectively , whereas ADH3 showed no activity .	Additional experiments showed that ADH1 and ADH2 catalysed this reaction in vitro with apparent @DRUG$ m values of 42 micro @DRUG$ and 10 micro m , respectively , whereas ADH3 showed no activity ."ADH1 and ADH2 are more effective at converting DR	0
0	The purpose of this clinical trial was to study the relative bioavailability of the new oral solution of @DRUG$ versus the capsules formulation, both administered @DRUG$ a single dose.	The purpose of this clinical tryout was to subject field the comparative bioavailability of the new oral solution of @DRUG$ versus the capsules formulation , both administered @DRUG$ a single dose .	The trial of this clinical purpose was to the the relative of of the new oral solution bioavailability @DRUG$ versus study capsules formulation , both administered @DRUG$ a single dose .	The purpose of this trial was to study the relative bioavailability of the new solution of @DRUG$ versus the capsules formulation , both administered @DRUG$ single dose .	The new oral solution of @DRUG$ is bioavailable relative to the capsules formulation of @DRUG$, both administered as a single dose.	0
0	OBJECTIVES: Safety, tolerability, and efficacy of a novel lipid emulsion containing a mixture of @DRUG$ oil, medium-chain triglycerides, olive oil, and @DRUG$ (SMOFlipid 20%) with reduced n-6 fatty acids (FA), increased monounsaturated and n-3 FA, and enriched in vitamin E were evaluated in premature infants compared with a soybean oil-based emulsion.	target : Safety , tolerability , and efficacy of a novel lipid emulsion containing a mixture of @DRUG$ oil , intermediate - chain triglycerides , olive oil , and @DRUG$ ( SMOFlipid 20 % ) with contract n-6 fatty acids ( fa ) , increased monounsaturated and n-3 fa , and enriched in vitamin atomic number  were evaluated in premature infants compared with a soybean oil- base emulsion .	OBJECTIVES : Safety , tolerability , of efficacy of a novel lipid emulsion containing a mixture and @DRUG$ oil , ( - chain triglycerides , olive oil , and @DRUG$ E SMOFlipid 20 % n-3 with monounsaturated n-6 fatty acids ( FA ) , increased reduced and ) medium , and enriched in vitamin FA were evaluated in premature infants compared with a soybean oil- based emulsion .	OBJECTIVES : Safety , tolerability , efficacy of a novel lipid emulsion containing a mixture of @DRUG$ oil , medium - chain triglycerides , olive oil , and @DRUG$ ( SMOFlipid % with reduced n-6 fatty ( ) , increased monounsaturated and n-3 FA , enriched in vitamin were evaluated in infants compared with a soybean oil- based emulsion .	The objectives of this study were to evaluate the safety, tolerability, and efficacy of a novel lipid emulsion containing a mixture of @DRUG$ oil, medium-chain triglycerides, olive oil, and @DRUG$ (SMOFlipid 20%) with reduced n-6 fatty acids,	0
0	The withdrawal symptoms are very similar to those previously described for meprobamate withdrawal, suggesting that what may actually be occurring is withdrawal from meprobamate accumulated @DRUG$ a result of intake of excessive amounts of @DRUG$.	The withdrawal symptoms are very similar to those antecedently described for miltown withdrawal , suggesting that what may actually be pass off is withdrawal from miltown accumulated @DRUG$ a result of intake of excessive amounts of @DRUG$ .	The withdrawal symptoms are withdrawal similar to those previously described for meprobamate withdrawal , suggesting that what may actually be excessive is of from meprobamate accumulated @DRUG$ a result very intake of occurring amounts of @DRUG$ .	The withdrawal symptoms are very similar to those previously described for meprobamate withdrawal , suggesting that what may actually occurring is withdrawal from meprobamate accumulated @DRUG$ a result of intake of excessive amounts of @DRUG$ .	@DRUG$ is a drug that is similar to meprobamate, and @DRUG$ is a drug that is similar to meprobamate. When someone takes too much DRUGA, they may experience withdrawal symptoms that are similar to those caused by meprobamate withdrawal.	0
0	The enzymes that depend on BH(4) are the @DRUG$, tyrosine and @DRUG$ hydroxylases, the latter two being the rate-limiting enzymes for catecholamine and 5-hydroxytryptamine (serotonin) biosynthesis, all NO synthase isoforms and the glyceryl-ether mono-oxygenase.	The enzymes that depend on atomic number  ( 4 ) are the @DRUG$ , tyrosine and @DRUG$ hydroxylases , the latter two being the rate-limiting enzymes for catecholamine and 5 - hydroxytryptamine (  hydroxytryptamine ) biosynthesis , all no more synthase isoforms and the glyceryl- vinyl ether mono-oxygenase .	The enzymes that depend being BH ( 4 ) are the @DRUG$ mono-oxygenase tyrosine and @DRUG$ ether , the latter two on the rate-limiting enzymes for catecholamine and 5 hydroxylases hydroxytryptamine ( serotonin ) biosynthesis , all NO synthase isoforms and the glyceryl- - , .	The that depend on ( 4 ) are the @DRUG$ , tyrosine and @DRUG$ hydroxylases , the latter two being the rate-limiting enzymes catecholamine and 5 - ( serotonin ) biosynthesis , all NO synthase isoforms and the glyceryl- ether mono-oxygenase .	The enzymes that depend on BH ( 4 ) are the @DRUG$ and @DRUG$ hydroxylases, the latter two being the rate-limiting enzymes for catecholamine and 5-hydroxytryptamine (serotonin) biosynthesis, all NO synthase isoforms	0
1	OBJECTIVE: This review summarizes clinical studies comparing the efficacy and tolerability of the ATII-receptor antagonist @DRUG$ with the ACE inhibitor @DRUG$ in patients with hypertension.	accusative : This review summarizes clinical contemplate comparing the efficacy and tolerability of the ATII - receptor antagonist @DRUG$ with the ACE inhibitor @DRUG$ in patients with hypertension .	OBJECTIVE : This review summarizes clinical studies comparing patients efficacy and receptor of the ATII - tolerability antagonist @DRUG$ with the ACE inhibitor @DRUG$ in the with hypertension .	OBJECTIVE : This review summarizes clinical studies comparing the efficacy and tolerability of the - receptor antagonist @DRUG$ with ACE @DRUG$ in with hypertension .	@DRUG$ is more effective and better tolerated than @DRUG$ in patients with hypertension.	0
0	The rotigotine pharmacophore is nonergolinic and demonstrates high affinity for @DRUG$ D(2) and @DRUG$(3) receptors.	The rotigotine pharmacophore is nonergolinic and demonstrates high affinity for @DRUG$ D( ii ) and @DRUG$ ( triplet ) receptors .	high rotigotine pharmacophore 3 nonergolinic and demonstrates The affinity for @DRUG$ D( 2 ) and @DRUG$ ( is ) receptors .	The rotigotine pharmacophore is nonergolinic and demonstrates high affinity for @DRUG$ D( 2 ) and @DRUG$ ( 3 ) receptors .	The rotigotine pharmacophore is nonergolinic and demonstrates high affinity for @DRUG$ D( 2 ) and @DRUG$ ( 3 ) receptors ."This means that the rotigotine pharmacophore (a molecule that binds to a receptor and causes an effect) is non	0
0	In patients with methicillin-resistant S. aureus (MRSA) or VREF infections participating in prospective emergency-use trials, quinupristin/@DRUG$ 7.5 @DRUG$/kg every 8 or 12 hours achieved clinical or bacteriological success in > or =64% of patients.	In affected role with methicillin-resistant S. aureus ( MRSA ) or VREF infections active in prospective emergency - use trials , quinupristin / @DRUG$ 7.5 @DRUG$ / kg every 8 or xii time of day achieved clinical or bacteriological success in > or = 64 % of affected role .	In patients with every S. aureus ( MRSA ) or VREF infections participating in prospective emergency - 64 trials , quinupristin hours @DRUG$ 7.5 @DRUG$ / kg methicillin-resistant 8 or 12 / of clinical or bacteriological success in > or = use % achieved patients .	In patients with methicillin-resistant S. MRSA ) or infections participating prospective emergency - use trials , quinupristin / @DRUG$ 7.5 @DRUG$ / kg every or 12 hours clinical bacteriological success in > or = % of patients .	In patients with methicillin-resistant S. aureus ( MRSA ) or VREF infections, quinupristin / @DRUG$ 7.5 @DRUG$ / kg every 8 or 12 hours achieved clinical or bacteriological success in > or = 64 % of patients .	0
0	Cells were exposed to contact allergens (2-bromo-2-bromomethyl glutaronitrile, cinnamaldehyde, citral, diethylmaleate, dinitrochlorobenzene, glyoxal, 2-mercaptobenzothiazole, nickel sulfate, 4-nitrobenzylbromide, oxazolone, penicillin G, resorcinol, tetramethylthiuram disulfide), to pre- pro-haptens (cinnamyl @DRUG$, eugenol, isoeugenol, @DRUG$-phenylediamine), to respiratory allergens (ammonium hexachloroplatinate, diphenylmethane diisocyanate, glutaraldehyde, hexamethylenediisocyanate, maleic anhydride, trimellitic anhydride) and to irritants (benzaldehyde, cholorobenzene, diethylphtalate, hydrobenzoic acid, lactic acid, octanoic acid, phenol, salicylic acid, sodium lauryl sulphate, sulfamic acid).	electric cell were exhibit to get hold of allergen ( deuce - bromo - deuce - bromomethyl glutaronitrile , cinnamaldehyde , citral , diethylmaleate , dinitrochlorobenzene , glyoxal , deuce - mercaptobenzothiazole , atomic number  sulfate , 4 - nitrobenzylbromide , oxazolone , penicillin G , resorcinol , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl @DRUG$ , eugenol , isoeugenol , @DRUG$ - phenylediamine ) , to respiratory allergen ( ammonium hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritant ( benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acid , lactic acid , octanoic acid , hydroxybenzene , salicylic acid , atomic number  lauryl sulfate , sulfamic acid ) .	Cells were exposed to contact allergens ( , - bromo - 2 - bromomethyl glutaronitrile , cinnamaldehyde sodium citral , diethylmaleate , dinitrochlorobenzene , glyoxal , 2 - mercaptobenzothiazole ( nickel sulfate , 4 - nitrobenzylbromide , oxazolone , penicillin G , resorcinol 2 tetramethylthiuram disulfide ) , to pre- pro-haptens , ammonium @DRUG$ , eugenol benzaldehyde isoeugenol , @DRUG$ - phenylediamine ) , to respiratory allergens ( cinnamyl hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate ) maleic anhydride , trimellitic anhydride ) and to irritants , , , cholorobenzene , diethylphtalate , hydrobenzoic acid ( lactic acid , octanoic acid , phenol , salicylic acid , lauryl , sulphate , sulfamic acid , .	Cells were exposed to contact allergens ( 2 bromo - 2 - bromomethyl glutaronitrile , , citral diethylmaleate , dinitrochlorobenzene , glyoxal , 2 mercaptobenzothiazole , nickel sulfate , 4 nitrobenzylbromide , oxazolone , penicillin G , resorcinol , tetramethylthiuram disulfide ) , to pre- cinnamyl @DRUG$ , eugenol , isoeugenol , @DRUG$ - phenylediamine ) , to allergens ( ammonium hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic ) and to irritants ( benzaldehyde , cholorobenzene , diethylphtalate , acid lactic acid , octanoic acid , phenol , salicylic acid , sodium lauryl sulphate , sulfamic .	Cells were exposed to contact allergens (substances that can cause an allergic reaction), to pre-pro-haptens (substances that can cause an allergic reaction if they come into contact with the skin), to respiratory allergens (substances that can cause an allergic reaction	1
0	Whereas in the case of @DRUG$ and @DRUG$, renal impairment affects only the elimination of these drugs, in the case of M1 it also has an effect on the formation.	Whereas in the event of @DRUG$ and @DRUG$ , renal impairment affects only the voiding of these drugs , in the event of M1 it also has an core on the formation .	Whereas effect the case of @DRUG$ and @DRUG$ on renal impairment affects only the elimination of the drugs , in these case of M1 it also has an in , the formation .	Whereas in case of @DRUG$ and @DRUG$ renal impairment affects the elimination of drugs in the case of M1 it also has effect on the .	Whereas in the case of @DRUG$ and @DRUG$, renal impairment affects only the elimination of these drugs, in the case of M1 it also has an effect on the formation."In other words, renal impairment affects how quickly DRUGA and DRUGB are eliminated from the	0
0	In a small number of double-blind comparative trials, trandolapril had similar antihypertensive efficacy to that of atenolol, enalapril, @DRUG$, @DRUG$ and sustained release nifedipine, but was more effective than captopril.	In a small number of double - unsighted comparative trials , trandolapril had similar antihypertensive efficacy to that of atenolol , enalapril , @DRUG$ , @DRUG$ and sustained release procardia , but was more in force than captopril .	In a small number of double was blind comparative trials , trandolapril had similar captopril efficacy to that - atenolol , enalapril , @DRUG$ , @DRUG$ and sustained release nifedipine , but of more effective than antihypertensive .	In a small number of double - blind comparative trials , trandolapril had similar antihypertensive efficacy to that of atenolol , enalapril , @DRUG$ @DRUG$ sustained release nifedipine , but was more effective than captopril .	In a small number of double - blind comparative trials , trandolapril was found to be as effective as atenolol , enalapril , @DRUG$ , @DRUG$ and sustained release nifedipine in reducing blood pressure, but more effective than captopril	0
0	METHODS: Dogs were randomly allocated to be administered @DRUG$ (1 mg kg(-1)) SC simultaneously (group M0) or 30 minutes prior to (group M30) administration of morphine (0.5 mg kg(-1)) and @DRUG$ (0.05 mg kg(-1)) IM.	METHODS : Dogs were haphazardly allocate to be administered @DRUG$ ( 1 mg kg ( - 1 ) ) SC at the same time ( group M0 ) or 30 arcminute anterior to ( group M30 ) administration of morphine ( 0.5 mg kg ( - 1 ) ) and @DRUG$ ( 0.05 mg kg ( - 1 ) ) IM .	METHODS : Dogs ( randomly ) to IM administered @DRUG$ ( 1 prior M30 ( - 1 ) ) SC simultaneously ( group M0 ) or 30 minutes mg to were group kg ) administration of morphine ( 0.5 mg kg ( - 1 ) ) and @DRUG$ ( 0.05 mg kg ( - 1 allocated ) be .	METHODS : Dogs were randomly allocated to be administered @DRUG$ ( mg kg ( - 1 ) ) SC ( group M0 ) or 30 minutes prior to ( group M30 administration of morphine ( mg kg ( - 1 ) ) and @DRUG$ mg kg ( - 1 ) ) IM .	Dogs were randomly allocated to be administered @DRUG$ ( 1 mg kg ( - 1 ) ) SC simultaneously ( group M0 ) or 30 minutes prior to ( group M30 ) administration of morphine ( 0.5 mg kg ( - 1 ) ) and @DRUG$ ( 0.05 mg	0
0	Infants' serum @DRUG$ ranged from 25 to 54 micromol/L at 1 week after birth and 23-52 micromol/@DRUG$ after breast-feeding.	Infants ' blood serum @DRUG$ ranged from 25 to 54 micromol / L at 1 week after birth and xxiii - 52 micromol / @DRUG$ after breast-feeding .	at ' 23 @DRUG$ ranged from 25 to 54 micromol / L Infants 1 week after birth and serum - 52 micromol / @DRUG$ after breast-feeding .	Infants ' @DRUG$ ranged from 25 to 54 micromol / L 1 week after birth and 23 - 52 micromol / @DRUG$ after breast-feeding .	Infants' serum @DRUG$ ranged from 25 to 54 micromol / L at 1 week after birth and 23 - 52 micromol / @DRUG$ after breast-feeding.	0
0	After 60 h DHC 60 mg was administered twice daily for 3 days, the dose was increased to 90 mg twice daily for 3 days, the final dose of 120 @DRUG$ was administered twice daily for 3 days (multiple dose: m.@DRUG$.).	after 60 total heat DHC 60 mg was administered twice daily for 3 days , the dose was increased to xc mg twice daily for 3 days , the final dose of one hundred twenty @DRUG$ was administered twice daily for 3 days ( multiple dose : m.@DRUG$ . ) .	After 60 h DHC 60 mg was 3 twice daily for 3 days , the dose was dose ( ) mg twice daily for administered days , the final dose of 120 @DRUG$ was administered twice daily for 3 days to multiple increased : m.@DRUG$ . 90 .	After 60 h mg was administered twice daily for 3 days , the dose was increased to 90 mg twice daily for 3 days , the final dose of 120 @DRUG$ was administered twice daily for 3 days multiple dose m.@DRUG$ . ) .	After 60 h DHC 60 mg was administered twice daily for 3 days , the dose was increased to 90 mg twice daily for 3 days , the final dose of 120 @DRUG$ was administered twice daily for 3 days ( multiple dose : m.@DRUG$ . ) ."In other words	0
1	@DRUG$ is a competitive @DRUG$ H2-receptor antagonist.	@DRUG$ is a competitive @DRUG$ H2 - sensory receptor antagonist .	@DRUG$ H2 a competitive @DRUG$ is - receptor antagonist .	@DRUG$ is a competitive @DRUG$ H2 - receptor antagonist .	@DRUG$ blocks the effects of @DRUG$ by competing for the same H2 - receptor.	0
0	In the phase 2 trial, the median time to alleviation of influenza symptoms was 23.4 to 28.2 hours shorter in the @DRUG$ groups than in the placebo group (@DRUG$<0.05).	In the form 2 tryout , the median time to alleviation of flu symptoms was 23.4 to 28.2 hours shorter in the @DRUG$ groups than in the placebo group ( @DRUG$ < 0.05 ) .	In the phase 2 trial , the 28.2 time to alleviation of influenza symptoms was median to 23.4 hours shorter in 0.05 @DRUG$ groups than in the placebo group ( @DRUG$ < the ) .	In the 2 trial , the median time to alleviation of influenza symptoms was 23.4 to 28.2 hours shorter in the @DRUG$ groups than in the placebo group @DRUG$ < 0.05 ) .	@DRUG$ was found to be statistically significantly more effective than placebo in reducing the duration of influenza symptoms.	1
0	In the mid seventies a drug design programme using the Amanita muscaria constituent muscimol (7) as a lead structure, led to the design of guvacine (23) and (R)-@DRUG$ (24) @DRUG$ specific GABA uptake inhibitors and the isomeric compounds isoguvacine (10) and isonipecotic acid (11) as specific GABAA receptor agonists.	In the mid mid seventies a drug design programme using the Amanita muscaria constituent muscimol ( 7 ) as a lead story social system , lead to the design of guvacine ( xxiii ) and ( R ) - @DRUG$ ( 24 ) @DRUG$ particular GABA uptake inhibitors and the isomeric compounds isoguvacine ( 10 ) and isonipecotic acid ( 11 ) as particular GABAA receptor agonists .	In the mid seventies a drug design programme using the muscimol muscaria constituent Amanita and 7 ) and isonipecotic uptake structure , led to the design of lead ( 23 ) and ( R ) - @DRUG$ ( 24 ) @DRUG$ specific GABA guvacine inhibitors as the isomeric compounds isoguvacine ( 10 ) ( a acid ( 11 ) as specific GABAA receptor agonists .	In the mid seventies a drug design programme using the muscaria constituent muscimol ( 7 as lead , led to the design of guvacine ( 23 ) and ( R ) - @DRUG$ ( 24 ) @DRUG$ specific GABA uptake inhibitors the isomeric compounds isoguvacine ( ) and isonipecotic acid 11 ) specific GABAA receptor agonists .	@DRUG$ is a specific GABA uptake inhibitor and @DRUG$ is a specific GABAA receptor agonist.	0
0	In the mid seventies a drug design programme using the Amanita muscaria constituent muscimol (7) as a lead structure, led to the design of guvacine (23) and (@DRUG$)-@DRUG$ (24) as specific GABA uptake inhibitors and the isomeric compounds isoguvacine (10) and isonipecotic acid (11) as specific GABAA receptor agonists.	In the mid seventies a drug design programme using the Amanita muscaria constituent muscimol ( vii ) as a lead complex body part , contribute to the design of guvacine (  ) and ( @DRUG$ ) - @DRUG$ ( 24 ) as specific GABA consumption inhibitors and the isomeric compounds isoguvacine ( 10 ) and isonipecotic acid ( 11 ) as specific GABAA sensory receptor agonists .	seventies the mid In a drug design as using the Amanita muscaria constituent muscimol ( 7 ) as a the structure , led to lead design of guvacine ( 23 ) and ) @DRUG$ ( - @DRUG$ ( 24 ) as specific GABA isomeric inhibitors and the uptake compounds isoguvacine ( 10 ) and isonipecotic ) ( 11 acid programme specific GABAA receptor agonists .	In the mid seventies drug design programme using the Amanita muscaria constituent ( 7 ) as a lead structure , led to the of guvacine ( 23 ) and ( @DRUG$ ) - @DRUG$ ( 24 ) as specific GABA uptake inhibitors and the compounds isoguvacine ( 10 ) and isonipecotic acid ( ) as specific receptor .	@DRUG$ is a specific GABA uptake inhibitor and @DRUG$ is a specific GABAA receptor agonist.	0
1	The formation and elimination of @DRUG$ hydroxylamine in relation to the pharmacokinetics of the parent compound and its N4-acetyl metabolite were investigated in six healthy subjects after a single oral dose of 800 @DRUG$ sulphamethoxazole.	The formation and elimination of @DRUG$ hydroxylamine in carnal knowledge to the pharmacokinetics of the rear compound and its N4 - acetyl metabolite were investigated in six goodish subjects after a single oral dose of 800 @DRUG$ sulphamethoxazole .	The formation and elimination of @DRUG$ hydroxylamine in relation single the pharmacokinetics of the parent compound and of N4 - acetyl metabolite were investigated its six healthy subjects after a to oral dose in 800 @DRUG$ sulphamethoxazole .	The formation elimination of @DRUG$ hydroxylamine in relation to pharmacokinetics the parent compound and its N4 - acetyl metabolite were investigated in six healthy subjects after a single oral dose of 800 @DRUG$ sulphamethoxazole .	The formation and elimination of @DRUG$ hydroxylamine in relation to the pharmacokinetics of the parent compound and its N4 - acetyl metabolite were investigated in six healthy subjects after a single oral dose of 800 @DRUG$ sulphamethoxazole ."DRUGA	0
0	@DRUG$, in unconjugated or conjugated form, was not detected in the urine of any subject after @DRUG$ administration.	@DRUG$ , in unconjugated or coupled manakin , was not detected in the urine of any subject after @DRUG$ administration .	@DRUG$ , in unconjugated of conjugated form , was not detected in the urine any or subject after @DRUG$ administration .	@DRUG$ , in unconjugated or form , was not detected in the urine of any subject after @DRUG$ administration .	@DRUG$ was not detectable in the urine of any subject after @DRUG$ administration.	0
0	Limited data were available for PEG sorbitan/@DRUG$ fatty acid esters, PEG sorbitan @DRUG$ and PEG soy sterols.	restrain data were useable for PEG sorbitan / @DRUG$ fatty acid esters , PEG sorbitan @DRUG$ and PEG soy sterols .	PEG data were available for Limited sorbitan / @DRUG$ fatty acid esters sorbitan PEG , @DRUG$ and PEG soy sterols .	Limited data were available for PEG @DRUG$ acid esters , PEG sorbitan @DRUG$ and PEG soy sterols .	There is limited data available on the relationship between PEG sorbitan / @DRUG$ fatty acid esters , PEG sorbitan @DRUG$ and PEG soy sterols .	0
0	Viloxazine, like desimipramine, was a weak blocker of mouse brain @DRUG$ uptake, but differed from desimipramine @DRUG$ it poteniated 5-HT-mediated functions in the mouse and rat, as did imipramine and amitriptyline, the latter drugs being relatively potent blockers of 5-HT uptake.	Viloxazine , wish desimipramine , was a weak blocker of black eye mental capacity @DRUG$ uptake , but differed from desimipramine @DRUG$ it poteniated little phoebe - HT - mediated functions in the black eye and rat , as did imipramine and elavil , the latter drugs being relatively potent blockers of little phoebe - HT uptake .	Viloxazine , functions desimipramine HT was a weak blocker of 5 brain @DRUG$ uptake , blockers differed the desimipramine @DRUG$ it poteniated mouse - , - mediated like in the mouse and rat , as did imipramine and amitriptyline , from latter drugs being relatively potent but of 5 - HT uptake .	Viloxazine , like desimipramine , was a weak blocker of mouse brain @DRUG$ uptake , but differed from desimipramine @DRUG$ it poteniated 5 - HT - mediated functions the mouse and rat , as did imipramine and amitriptyline , the latter drugs being relatively potent blockers of 5 - HT uptake .	Viloxazine, like desimipramine, was a weak blocker of mouse brain @DRUG$ uptake, but differed from desimipramine in that it poteniated 5-HT-mediated functions in the mouse and rat, as did imipramine and amitript	1
0	CEM-101 was the most potent antimicrobial agent tested against L. pneumophila, with all MIC values at < or = 0.015 mg/@DRUG$ (telithromycin MIC90=0.03 @DRUG$/L).	CEM - ci was the most potent antimicrobial agent quiz against L. pneumophila , with all MIC valuate at < or = 0.015 mg / @DRUG$ ( telithromycin MIC90=0.03 @DRUG$ /L ) .	) - 101 or the most potent antimicrobial agent tested against L. pneumophila , 0.015 all MIC values at < was = with mg / @DRUG$ ( telithromycin MIC90=0.03 @DRUG$ /L CEM .	CEM - 101 was the most potent antimicrobial tested against L. pneumophila , with all MIC values at < or = 0.015 mg / @DRUG$ ( telithromycin MIC90=0.03 @DRUG$ /L ) .	The most potent antimicrobial agent against L. pneumophila was CEM - 101, with all MIC values at < or = 0.015 mg / @DRUG$ ( telithromycin MIC90=0.03 @DRUG$ /L ).	0
0	For in vivo experiments, BNP1350 was given 1.0 mg/kg i.p. or 1.5 mg/kg p.o. daily x 5 and CPT-11 20 @DRUG$/kg i.@DRUG$. daily x 5 being equitoxic schedules in nude mice bearing s.c. human tumor xenografts.	For in vivo experiments , BNP1350 was given 1.0 mg / kg i.p. or 1.5 mg / kg p.o. day to day x 5 and CPT -11  @DRUG$ / kg i.@DRUG$ . day to day x 5 being equitoxic schedules in nude statue mouse bearing s.c. human tumor xenografts .	For in vivo experiments , BNP1350 was given 1.0 mg and being i.p. or 1.5 mg / kg p.o. daily x 5 / CPT -11 20 @DRUG$ / kg i.@DRUG$ . daily x 5 kg equitoxic s.c. in nude mice bearing schedules human tumor xenografts .	For in vivo experiments , BNP1350 was given 1.0 / kg i.p. 1.5 mg kg p.o. daily x 5 and CPT 20 @DRUG$ / kg i.@DRUG$ . daily x 5 schedules in mice bearing s.c. human tumor xenografts .	For in vivo experiments, BNP1350 was given 1.0 mg / kg i.p. or 1.5 mg / kg p.o. daily x 5 and CPT -11 20 mg / kg i.p. daily x 5 being equitoxic schedules in nude mice bearing	1
0	i.@DRUG$. is a safe, well tolerated combination that achieves a 80.6% eradication rate of H. pylori and duodenal ulcer healing rates @DRUG$ good as those achieved by omeprazole 20 mg/d when given for 4 wk.	i.@DRUG$ . is a safe , well suffer combination that achieves a 80.6 % eradication rate of H. pylori and duodenal ulcer healing snitch @DRUG$ good as those achieved by prilosec 20 mg / d when render for 4 wk .	i.@DRUG$ . is a safe 80.6 well tolerated combination that achieves a , % 20 rate of healing pylori and duodenal ulcer H. rates @DRUG$ good as those achieved by given eradication mg / d when omeprazole for 4 wk .	i.@DRUG$ . is a safe , well tolerated combination that achieves a 80.6 % eradication rate of H. pylori and duodenal ulcer healing rates @DRUG$ good as achieved by 20 / d when given for 4 wk	@DRUG$ is a safe and well-tolerated combination that achieves an 80.6% eradication rate of H. pylori and duodenal ulcer healing rates that are as good as those achieved by omeprazole 20 mg/day when given for 4 weeks.	1
0	@DRUG$, used as an anesthetic for handling small fish at a @DRUG$ hatchery, caused three women to experience headache and symptoms of intoxication during use, followed by diminished sensation and strength of hands and fingers, worse in the preferred hand.	@DRUG$ , used as an anesthetic for handling small fish at a @DRUG$ hatchery , caused three women to see headache and symptoms of intoxication during employment , followed by diminished ace and force of hands and fingers , worse in the preferred hand .	@DRUG$ , used as an anesthetic for handling small fish women a @DRUG$ hatchery , caused three at to experience headache and symptoms of intoxication during use , followed by diminished sensation and strength the in and fingers , of hands worse preferred hand .	@DRUG$ , used as an anesthetic for handling small fish at a @DRUG$ hatchery , caused three women to experience headache and symptoms intoxication during use , followed by diminished sensation and strength of hands and fingers , worse in the preferred hand	@DRUG$ , when used as an anesthetic for handling small fish at a @DRUG$ hatchery , caused three women to experience headache and symptoms of intoxication during use , followed by diminished sensation and strength of hands and fingers , worse in the preferred hand .	0
0	At the doses administered, there is no evidence of a pharmacokinetic or pharmacodynamic interaction between @DRUG$ and @DRUG$.	At the doses dish out , there is no manifest of a pharmacokinetic or pharmacodynamic interaction between @DRUG$ and @DRUG$ .	At the between administered , there is pharmacodynamic evidence of a pharmacokinetic or no interaction doses @DRUG$ and @DRUG$ .	At the doses administered there is no evidence of a pharmacokinetic or pharmacodynamic interaction between @DRUG$ and @DRUG$ .	At the doses administered, there is no evidence that the pharmacokinetics (how the drug is absorbed, distributed, metabolized, and excreted) or pharmacodynamics (the drug's effects on the body) of either drug are affected by the other.	1
0	@DRUG$ uptake was inhibited partially by @DRUG$ added simultaneously with DHAA.	@DRUG$ uptake was inhibited partly by @DRUG$ added simultaneously with DHAA .	@DRUG$ uptake added inhibited partially by @DRUG$ was simultaneously with DHAA .	@DRUG$ uptake was inhibited partially by @DRUG$ added simultaneously with DHAA .	When @DRUG$ and @DRUG$ are both present, DRUGA uptake is inhibited partially by DRUGB.	0
0	Rupatadine (UR-12592, 8-chloro-6, 11-dihydro-11-[1-[(5-methyl3-pyridinyl) methyl]-4-piperidinylidene]-5H-benzo[5,6]-cyclohepta[1,2b]pyridine ) is a novel compound that inhibits both platelet-activating factor (PAF) and @DRUG$ (H1) effects through its interaction with specific receptors (Ki(app) values against [3H]WEB-2086 binding to rabbit platelet membranes and [3H]-@DRUG$ binding to guinea pig cerebellum membranes were 0.55 and 0.10 microM, respectively).	Rupatadine ( UR -12592 , 8-chloro - 6 , 11-dihydro-11-[1-[( 5- methyl3-pyridinyl ) methyl ] -4-piperidinylidene ]-5H-benzo [ 5,6] -cyclohepta [ 1,2b ] pyridine ) is a fresh compound that inhibits both thrombocyte - trigger factor ( PAF ) and @DRUG$ ( H1 ) effects through its interaction with particular sensory receptor ( Ki( app ) valuate against [ 3H ] WEB - 2086 ski binding to rabbit thrombocyte membranes and [ 3H ] - @DRUG$ ski binding to guinea pig cerebellum membranes were 0.55 and 0.10 microM , severally ) .	Rupatadine ( UR -12592 , 8-chloro - 6 ) 11-dihydro-11-[1-[( 5- methyl3-pyridinyl ) methyl ] [ ]-5H-benzo [ 5,6] -cyclohepta ( PAF ] pyridine platelet is a novel compound that inhibits both ) - activating factor [ 1,2b ) and @DRUG$ ( H1 ) effects through its interaction with 2086 receptors ( Ki( app , values against [ 3H ] WEB - ) binding to rabbit platelet membranes and -4-piperidinylidene 3H ] - @DRUG$ binding to guinea pig cerebellum membranes were 0.55 and 0.10 microM specific respectively , .	Rupatadine ( -12592 , 8-chloro - 6 , 11-dihydro-11-[1-[( 5- methyl3-pyridinyl ) methyl ] -4-piperidinylidene ]-5H-benzo [ 5,6] -cyclohepta [ 1,2b ] pyridine ) is a compound that inhibits both platelet - activating factor ( PAF ) and @DRUG$ ( H1 ) effects through its interaction with specific receptors ( Ki( app ) values against ] WEB - 2086 binding to platelet and [ 3H ] - @DRUG$ binding guinea pig cerebellum membranes were 0.55 and 0.10 microM respectively ) .	Rupatadine is a novel compound that inhibits both platelet-activating factor and @DRUG$ effects through its interaction with specific receptors.	1
0	@DRUG$ is the first of a new class of @DRUG$ lowering drugs that competitively inhibit HMG-CoA reductase.	@DRUG$ is the first of a new class of @DRUG$ let down drug that competitively inhibit HMG - CoA reductase .	@DRUG$ is the first lowering a new class that @DRUG$ of drugs of competitively inhibit HMG - CoA reductase .	@DRUG$ is the first of a new class of @DRUG$ lowering drugs that competitively inhibit HMG - CoA reductase .	@DRUG$ is a new type of drug that lowers the amount of @DRUG$ in the body by inhibiting the production of HMG-CoA reductase.	0
0	Prophylactic @DRUG$ well as therapeutic administration of @DRUG$ in mice led to eradication of tumor cells expressing HCV NS3 protein.	Prophylactic @DRUG$ well as therapeutic administration of @DRUG$ in mice led to eradication of neoplasm jail cell expressing HCV NS3 protein .	Prophylactic @DRUG$ well as to administration of @DRUG$ eradication mice led therapeutic in of tumor cells expressing HCV NS3 protein .	Prophylactic @DRUG$ well as therapeutic administration of @DRUG$ in mice led to eradication of tumor cells expressing HCV NS3 protein .	Prophylactic @DRUG$ administration (before a tumor appears) as well as therapeutic administration of @DRUG$ (after a tumor appears) in mice led to eradication of tumor cells expressing HCV NS3 protein .	0
0	In guinea pig brain homogenates, lobeline displaced (@DRUG$(i)=0.74 microM) the binding of [(3)H]DAMGO [(D-Ala(2), N-ME-@DRUG$(4), Gly(5)-ol)-enkephalin].	hoosier state dago pig brain homogenates , lobeline displaced ( @DRUG$ ( i ) =0.74 microM ) the binding of [ ( ternion ) H ] DAMGO [ (  - ala ( 2 ) , N-ME -@DRUG$ ( 4 ) , Gly ( 5 ) - ol ) - enkephalin ] .	In ) ) brain homogenates , lobeline displaced ( @DRUG$ ( i enkephalin =0.74 microM ) the binding of [ ( 3 ) H ] DAMGO [ D ( - Ala ( 2 ( , N-ME -@DRUG$ ( 4 ) , Gly ) 5 ) - ol guinea - pig ] .	In guinea pig brain homogenates , lobeline displaced ( ( i ) =0.74 ) the binding of [ ( 3 ) H ] DAMGO [ ( D - Ala ( 2 ) , N-ME -@DRUG$ ( 4 ) , Gly ( 5 ) - ol ) - enkephalin ] .	Lobeline displaces the binding of [ ( 3 ) H ] DAMGO [ ( D - Ala ( 2 ) , N-ME -@DRUG$ ( 4 ) , Gly ( 5 ) - ol ) - enkephalin ] in guinea pig brain homogenates .	1
0	Thus, a study was conducted to characterize the high resolution crystal structure of an OBP of Anopheles gambiae, the African malaria mosquito vector, in complex with @DRUG$amide (DEET), one of the most effective repellents that has been in worldwide use for six decades.	Thus , a read was transmit to characterize the high resolution crystal structure of an OBP of anopheles gambiae , the African malaria mosquito vector , in complex with @DRUG$amide ( DEET ) , one of the most efficient repellents that has been in worldwide use for six x .	resolution , a study was conducted to characterize the high Thus crystal structure of an OBP of Anopheles gambiae , the worldwide malaria mosquito vector @DRUG$amide in complex with , ( effective ) , been of the most DEET repellents that has one in African use for six decades .	Thus , a study was conducted to characterize high resolution structure of an OBP of Anopheles gambiae , African malaria mosquito vector , in complex @DRUG$amide ) , one of the most effective repellents that has been in worldwide use for six decades .	A study was conducted to determine the high resolution crystal structure of an OBP of Anopheles gambiae in complex with @DRUG$amide (DEET), one of the most effective repellents in use today.	1
0	Some trypanocidal drugs such @DRUG$ @DRUG$ and benznidazole act through free radical generation during their metabolism.	Some trypanocidal drugs such @DRUG$ @DRUG$ and benznidazole act through destitute radical generation during their metabolism .	Some trypanocidal drugs such @DRUG$ @DRUG$ during benznidazole act through free radical generation and their metabolism .	Some drugs @DRUG$ @DRUG$ and benznidazole act through free radical generation during their metabolism .	Some drugs that kill trypanosomes (such as @DRUG$ and benznidazole) work by generating free radicals during their metabolism.	1
0	In addition to D-@DRUG$, ATB(0,+) transports D-alanine, D-methionine, D-leucine, and D-@DRUG$.	In accession to D- @DRUG$ , ATB ( nought , + ) transports D-alanine , D-methionine , D-leucine , and D-@DRUG$ .	In and to D- D-methionine , ATB ( 0 , + ) transports D-alanine , @DRUG$ , D-leucine , addition D-@DRUG$ .	In addition to D- @DRUG$ , ATB ( 0 , ) transports D-alanine , D-methionine , D-leucine , and D-@DRUG$ .	D-@DRUG$ is transported by ATB ( 0 , + ) along with D-alanine , D-methionine , D-leucine , and D-@DRUG$ .	0
1	@DRUG$ is a tricyclic synthetic analog of melatonin that acts specifically on MT(1) and MT(2) @DRUG$ receptors.	@DRUG$ is a tricyclic antidepressant synthetic analog of melatonin that acts specifically on MT ( unity ) and MT ( 2 ) @DRUG$ receptors .	@DRUG$ is of tricyclic synthetic analog a melatonin that acts specifically on MT ( 1 ) and MT 2 ( ) @DRUG$ receptors .	@DRUG$ is a tricyclic synthetic analog of melatonin that acts specifically on MT ( 1 and MT ( 2 ) @DRUG$ receptors	@DRUG$ is a synthetic drug that is similar to melatonin, and it specifically affects the MT (1) and MT (2) receptors.	1
0	Also shown were the activities of both dietary selenium and @DRUG$ in prevention of @DRUG$-induced peroxidation in mitochondrial and microsomal preparations from chick liver.	also shown were the activities of both dietary selenium and @DRUG$ in prevention of @DRUG$ - induced peroxidation in mitochondrial and microsomal preparations from chick liver colored .	Also shown mitochondrial the activities in both dietary selenium and @DRUG$ of prevention of @DRUG$ - induced peroxidation in were and microsomal preparations from chick liver .	Also shown were the activities of both dietary selenium and @DRUG$ in prevention @DRUG$ - induced peroxidation in mitochondrial and microsomal preparations from liver .	Selenium (@DRUG$) prevented the peroxidation of mitochondrial and microsomal preparations from chick liver that was induced by @DRUG$.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, @DRUG$, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, @DRUG$, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This subject concenter on the come after extract of dose : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , bowel movement - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , naught ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( spark ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem na , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( homo ) ; hMaxi -K , homo papillomavirus vaccine ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , @DRUG$ , unity - 1018 ; Lasofoxifene tartrate , bendopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , @DRUG$ , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort extract , sunitinib malate ; Tadalafil , tanaproget , genus taxus , tiotropium platitude , treprostinil na ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	aripiprazole issue focuses on entacapone following selection of drugs : AAV - NGFbeta , aprepitant , This , atomoxetine - ; beta-Methyl-6-chloromelatonin , BMS - 214662 , ) , bosentan ; Calcipotriol Ximelagatran betamethasone dipropionate , CEA-TRICOM nesiritide cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide - ; , , , drospirenone , drospirenone / ethinylestradiol , i131 alfa ( activated bortezomib , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , the sodium tiotropium carbidopa oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , desloratadine ( human pramlintide ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , peginterferon ( drotrecogin ) tositumomab , @DRUG$ , ISS - 1018 ; iodine tartrate , levodopa / escitalopram / ertapenem , liposomal doxorubicin Tadalafil , ditriflutate , , ; Omalizumab ; Pegfilgrastim Nemifitide Lasofoxifene alfa , 2a Dexamet @DRUG$ , phVEGF hydrochloride A165 , pimecrolimus , ) acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; ; , tanaproget , Taxus , , bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ghrelin / ; Zileuton .	This issue focuses on the following selection drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine ; , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher Dalbavancin , darbepoetin alfa , hydrobromide , , Dexamet , drospirenone , / ethinylestradiol activated ) , duloxetine , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; -K , human papillomavirus vaccine ; Imatinib mesylate , iodine ( i131 ) tositumomab , @DRUG$ , ISS - 1018 ; Lasofoxifene , levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , @DRUG$ , phVEGF - A165 , pimecrolimus pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; , St. John's Wort extract , sunitinib malate ; , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is used in combination with @DRUG$.	0
1	In pooled human liver microsomes, troleandomycin, @DRUG$ and sulfaphenazole reduced norhydromorphone formation by an average of 45, 50 and 25%, respectively, whereas furafylline, @DRUG$ and omeprazole had no effect.	In pooled homo liver colored microsomes , troleandomycin , @DRUG$ and sulfaphenazole reduced norhydromorphone formation by an average of 45 , 50 and xxv % , respectively , whereas furafylline , @DRUG$ and omeprazole had no effect .	In pooled human liver norhydromorphone , troleandomycin , @DRUG$ and sulfaphenazole reduced microsomes , by an , of 45 average 50 and 25 % , respectively formation whereas furafylline , @DRUG$ and omeprazole had no effect .	In pooled human liver microsomes , troleandomycin , @DRUG$ and sulfaphenazole reduced norhydromorphone formation by an average of 45 , 50 25 % , respectively , whereas furafylline , @DRUG$ omeprazole had no effect .	@DRUG$ and @DRUG$ reduce the formation of norhydromorphone by an average of 45%, 50%, and 25%, respectively.	0
0	Platelet aggregation in patients was inhibited by medium and high concentrations of alteplase when induced by 1 micromol/@DRUG$ ADP [1.6 +/- 0.5%, @DRUG$ = 0.001 and 0.9 +/- 0.2%, P = 0.002 versus 8.3 +/- 1.6% (control)] and 20 micromol/l ADP [46.9 +/- 3.9%, P = 0.001 and 46.2 +/- 4.8%, P = 0.001 versus 65.7 +/- 2.7% (control)].	platelet collecting in patients was inhibited by spiritualist and senior high tightness of alteplase when induced by 1 micromol / @DRUG$ adp [ 1.6 +/- 0.5 % , @DRUG$ = 0.001 and 0.9 +/- 0.2 % , atomic number  = 0.002 versus 8.3 +/- 1.6 % ( control ) ] and 20 micromol / cubic decimeter adp [ 46.9 +/- 3.9 % , atomic number  = 0.001 and 46.2 +/- 4.8 % , atomic number  = 0.001 versus 65.7 +/- 2.7 % ( control ) ] .	Platelet aggregation in patients was inhibited 0.9 medium and high and of alteplase when induced and 1 micromol / @DRUG$ ADP [ 0.001 +/- 0.5 % = @DRUG$ = 1.6 concentrations by +/- 0.2 % 3.9 P versus 0.002 % 8.3 +/- 1.6 % ( control ) ] by 20 micromol / l ADP [ 46.9 +/- , , , P = 0.001 and 46.2 +/- 4.8 % , P = 0.001 versus 65.7 +/- 2.7 % ( control ) ] .	Platelet aggregation in patients was inhibited by medium and high concentrations of alteplase when induced micromol / @DRUG$ ADP [ 1.6 +/- 0.5 % , @DRUG$ = 0.001 and 0.9 +/- 0.2 % , P = 0.002 versus 8.3 +/- 1.6 ( control ) ] and 20 micromol / l ADP [ 46.9 +/- 3.9 % , P = 0.001 and 46.2 +/- 4.8 , P = 0.001 versus +/- % ( control ) ]	Platelet aggregation in patients was inhibited by medium and high concentrations of alteplase when induced by 1 micromol / @DRUG$ ADP [ 1.6 +/- 0.5 % , @DRUG$ = 0.001 and 0.9 +/- 0.2 % , P =	0
0	New agents including the phytostanol preparation @DRUG$ and inhibitors of acyl coenzyme A:@DRUG$ acyltransferase, the apical Na(+)-dependent bile acid transporter and microsomal triglyceride transfer protein may also play a future role in combination therapy.	New agents including the phytostanol preparation @DRUG$ and inhibitor of acyl coenzyme A:@DRUG$ acyltransferase , the apical Na ( + ) - dependent bile acid transporter and microsomal triglyceride transfer protein crataegus oxycantha also play a next role in compounding therapy .	New agents including the phytostanol a dependent of inhibitors and acyl coenzyme A:@DRUG$ acyltransferase , the apical in ( + ) - @DRUG$ bile acid transporter and microsomal triglyceride transfer protein may also play preparation future role Na combination therapy .	New agents including the phytostanol preparation @DRUG$ inhibitors of acyl coenzyme acyltransferase , the apical Na ( + ) - dependent bile acid transporter and microsomal triglyceride transfer protein may also play a future role in combination therapy .	New agents including the phytostanol preparation @DRUG$ and inhibitors of acyl coenzyme A:@DRUG$ acyltransferase , the apical Na ( + ) - dependent bile acid transporter and microsomal triglyceride transfer protein may also play a future role in combination therapy	0
1	Nifedipine and @DRUG$ blocked these [3H]nitrendipine-binding sites on ventricular membranes, but @DRUG$ and prazosin did not, indicating that the ventricular alpha 1 receptors and calcium channels are distinct.	Nifedipine and @DRUG$ blocked these [ 3H ] nitrendipine - binding sites on ventricular membranes , but @DRUG$ and prazosin did not , indicating that the ventricular alpha 1 receptors and ca canalize are trenchant .	Nifedipine 1 @DRUG$ blocked these [ 3H ] nitrendipine - channels sites on and membranes , but @DRUG$ and prazosin did not , indicating that the ventricular alpha ventricular receptors and calcium binding are distinct .	Nifedipine and @DRUG$ blocked these 3H nitrendipine - binding sites ventricular membranes , but @DRUG$ and did not , indicating that the ventricular alpha receptors calcium channels are .	Nifedipine and @DRUG$ blocked these [ 3H ] nitrendipine - binding sites on ventricular membranes , but @DRUG$ and prazosin did not , indicating that the ventricular alpha 1 receptors and calcium channels are distinct ."Nifedipine	0
0	The most reactive residues are cysteine, methionine, and histidine and, to a lesser degree, @DRUG$, glutamic acid, tyrosine, lysine, @DRUG$, and threonine.	The most responsive balance are cysteine , methionine , and histidine and , to a lesser degree , @DRUG$ , glutamic acerb , tyrosine , lysine , @DRUG$ , and threonine .	The most reactive residues are cysteine , methionine , and lesser and and to a histidine degree threonine @DRUG$ , glutamic acid , tyrosine , lysine , @DRUG$ , , , .	The most reactive residues are cysteine , methionine , and histidine and , to a lesser degree , @DRUG$ , glutamic acid , tyrosine , @DRUG$ , .	The most reactive residues are cysteine, methionine, and histidine, and to a lesser degree, @DRUG$, glutamic acid, tyrosine, lysine, @DRUG$, and threonine.	0
0	All patients received @DRUG$, an NS5A inhibitor, and @DRUG$, a nucleotide polymerase inhibitor, as a single fixed-dose combination for 12 weeks.	All patients received @DRUG$ , an NS5A inhibitor , and @DRUG$ , a base polymerase inhibitor , as a single fixed - social disease combination for 12 weeks .	All weeks received @DRUG$ , an for inhibitor , and @DRUG$ , a nucleotide polymerase inhibitor , as a single fixed - dose combination NS5A 12 patients .	All patients received @DRUG$ , an NS5A inhibitor , @DRUG$ , a nucleotide polymerase inhibitor , as a single fixed dose combination for 12 .	All patients received @DRUG$ and @DRUG$ as a single fixed-dose combination for 12 weeks.	0
0	In short-term evaluations (eight to ten days after therapy), 0.4% @DRUG$ cream was @DRUG$ effective as 2.0% miconazole nitrate cream and significantly superior microbiologically in one study.	inward short - term evaluations ( eight to ten days after therapy ) , 0.4 % @DRUG$ cream was @DRUG$ effective as 2.0 % monistat nitrate cream and significantly lake superior microbiologically in one study .	In short - term one ( eight to ten days after therapy ) cream 0.4 % @DRUG$ cream was @DRUG$ effective as 2.0 % miconazole nitrate , significantly and superior microbiologically in evaluations study .	In short - term evaluations ( eight to ten days therapy ) , 0.4 % @DRUG$ cream was @DRUG$ effective as 2.0 % miconazole nitrate cream and significantly superior microbiologically in one study .	In short - term evaluations ( eight to ten days after therapy ) , @DRUG$ cream was found to be as effective as miconazole nitrate cream and significantly superior microbiologically in one study .	1
1	Similar benefits were subsequently reported and extended to all PAH categories, and confirmed with more stable @DRUG$ analogues administered subcutaneously (treprostinil), by inhalation (iloprost), or even orally (@DRUG$).	Similar benefits were afterward report and extended to all PAH categories , and confirmed with more unchanging @DRUG$ analogues administered subcutaneously ( treprostinil ) , by inhalation ( iloprost ) , or even orally ( @DRUG$ ) .	Similar benefits were subsequently PAH and extended to all reported categories , ) confirmed with more stable @DRUG$ analogues administered subcutaneously ( ) and , by inhalation ( iloprost treprostinil , or even orally ( @DRUG$ ) .	Similar benefits subsequently reported and extended to all PAH categories , and confirmed stable @DRUG$ analogues administered subcutaneously ( treprostinil ) , inhalation ( iloprost , or even orally ( @DRUG$ ) .	The benefits of @DRUG$ were subsequently reported and extended to all PAH categories, and confirmed with more stable DRUGA analogues administered subcutaneously, by inhalation, or even orally.	1
1	@DRUG$ and its active metabolite 9-OH-risperidone were compared to reference antipsychotic drugs (@DRUG$, pipamperone, fluspirilene, clozapine, zotepine) and compounds under development (olanzapine, seroquel, sertindole, ORG-5222, ziprasidone) for in vitro binding to neurotransmitter receptors in brain tissue and on membranes of recombinant cells expressing cloned human receptors and for in vivo occupancy of neurotransmitter receptors in rat and guinea-pig brain following acute treatment (2 h., s.c.).	@DRUG$ and its active metabolite 9 - OH - risperidone were compared to reference major tranquilizer drugs ( @DRUG$ , pipamperone , fluspirilene , clozapine , zotepine ) and compounds under development ( olanzapine , seroquel , sertindole , ORG - 5222 , ziprasidone ) for in vitro binding to neurotransmitter sensory receptor in brain tissue and on membrane of recombinant cells expressing clone human sensory receptor and for in vivo moving in of neurotransmitter sensory receptor in scum bag and guinea- pig brain surveil incisive treatment ( 2 h. , s.c. ) .	@DRUG$ and its active metabolite 9 , , - risperidone were compared to reference antipsychotic drugs ( @DRUG$ sertindole pipamperone , fluspirilene , clozapine OH zotepine ) and compounds under development ( ziprasidone 5222 seroquel , , , ORG - pig - olanzapine ) for in vitro binding , neurotransmitter receptors in brain tissue and on membranes of recombinant cells expressing cloned human receptors and for in vivo occupancy of neurotransmitter receptors in rat and guinea- , treatment following acute brain ( 2 h. to s.c. ) .	@DRUG$ and its active metabolite 9 - OH - risperidone compared to reference antipsychotic drugs ( @DRUG$ , pipamperone fluspirilene , clozapine , zotepine ) compounds under development ( , seroquel , , ORG - 5222 , for in vitro binding to neurotransmitter receptors in brain tissue and on membranes of recombinant cells expressing cloned human and for in vivo occupancy of neurotransmitter receptors in rat and guinea- pig brain following acute treatment ( 2 h. , ) .	@DRUG$ and @DRUG$ are both antipsychotic drugs that bind to neurotransmitter receptors in the brain. DRUGA is more potent than DRUGB , and it also has a longer half-life.	0
0	Biologically, the @DRUG$ beam reduces the @DRUG$ enhancement ratio and increases relative biological effectiveness.	Biologically , the @DRUG$ beam reduces the @DRUG$ sweetening ratio and increases relative biological effectiveness .	the , the @DRUG$ beam reduces Biologically @DRUG$ enhancement ratio and increases relative biological effectiveness .	Biologically , the @DRUG$ beam reduces the @DRUG$ enhancement ratio and increases relative biological effectiveness	The @DRUG$ beam reduces the @DRUG$ enhancement ratio and increases the relative biological effectiveness.	0
0	However, in spite of three decades of basic and clinical investigations, the molecular target of @DRUG$, @DRUG$ well as its mechanism of action, remains elusive.	yet , in offend of three decades of basic and clinical investigations , the molecular target of @DRUG$ , @DRUG$ wellspring as its mechanism of action , remains elusive .	However , in spite of three decades of basic action clinical investigations , the molecular target of @DRUG$ , @DRUG$ well as its remains of and , mechanism elusive .	However , spite three decades basic and clinical investigations , the molecular target of @DRUG$ , @DRUG$ as its mechanism action , remains .	Despite many years of research, we still don't know exactly what @DRUG$ does or how it works.	1
0	In HIV-infected patients who received once-daily ritonavir (100mg) boosted @DRUG$ (300 @DRUG$), mean (+/-SD) trough concentration was 862 (+/-838) ng/mL.	In HIV - infected patients who received once-daily ritonavir ( 100 mg ) boosted @DRUG$ (  @DRUG$ ) , mean ( + /- SD ) trough concentration was 862 ( +/-838 ) nanogram / mil .	In HIV - infected patients / received ( ritonavir ( who mg ) boosted @DRUG$ ( 300 @DRUG$ ) , mean ( + /- SD ) trough concentration was 862 once-daily +/-838 ) ng 100 mL .	In HIV infected who received once-daily ritonavir ( 100 ) boosted @DRUG$ ( 300 @DRUG$ ) , ( + /- SD ) trough concentration was 862 ( +/-838 ) ng / mL .	In HIV - infected patients who received once-daily ritonavir ( 100 mg ) boosted @DRUG$ ( 300 @DRUG$ ) , the mean ( + /- SD ) trough concentration was 862 ( +/-838 ) ng / mL .	0
0	When relationships were evaluated in microsomes from 10 human livers between the metabolism of substrates toward the respective CYP isoforms and stereoselective metabolism of MS at a low (5 microM) and at a high (200 microM) MS concentration, significant correlations existed in: 2-hydroxylation of @DRUG$ vs. 8-hydroxylation of S-(+)-MS (r = 0.94, P < .01), O-deethylation of phenacetin vs. N-demethylation of S-(+)-MS (r = 0.85, P < .01) and @DRUG$-(-)-MS (r = 0.69, P < .05) or N-oxidation of S-(+)-MS (r = 0.94, P < .01) at the low concentration; and 6 beta-hydroxylation of testosterone vs. three metabolic reactions of both MS enantiomers at the high concentration (r = 0.68-0.93, P < .05-.01).	When relationships were judge in microsome from 10 human being liver between the metabolism of substrates toward the various CYP isoforms and stereoselective metabolism of MS at a moo ( 5 microM ) and at a senior high school ( two hundred microM ) MS engrossment , meaning correlations survive in : 2 - hydroxylation of @DRUG$ vs. 8-hydroxylation of s -(+ ) - MS ( r = 0.94 , P < .01 ) , O-deethylation of phenacetin vs. N-demethylation of s -(+ ) - MS ( r = 0.85 , P < .01 ) and @DRUG$ -(-) - MS ( r = 0.69 , P < .05 ) or N-oxidation of s -(+ ) - MS ( r = 0.94 , P < .01 ) at the moo engrossment ; and 6 beta-hydroxylation of testosterone vs. leash metabolic reaction of both MS enantiomer at the senior high school engrossment ( r = 0.68-0.93 , P < .05-.01 ) .	When relationships were evaluated in microsomes r 10 human respective P the metabolism of substrates ) the livers reactions isoforms and stereoselective metabolism - MS at a low ( 5 microM ) and at r high ( 200 microM ) MS concentration , significant correlations existed in : 2 - hydroxylation of @DRUG$ vs. 8-hydroxylation of of P ) - MS ( from = 0.94 , P < .01 at , O-deethylation of phenacetin vs. N-demethylation of S -(+ toward S MS ( r = 0.85 , -(+ < .01 ) and @DRUG$ -(-) - MS ( r = 0.69 , P = .05 ) or N-oxidation of S -(+ ) - MS ( r < 0.94 , between < .01 ) of the low concentration ; and 6 beta-hydroxylation at testosterone MS three metabolic both of CYP vs. enantiomers ) the high concentration ( a = 0.68-0.93 , P < .05-.01 ) .	relationships were evaluated in microsomes from 10 human livers between metabolism of substrates toward the respective CYP isoforms and stereoselective metabolism of MS at a low ( 5 microM ) and at a high ( 200 microM ) MS concentration , significant correlations existed in : 2 - hydroxylation of @DRUG$ vs. 8-hydroxylation S -(+ ) - MS ( r = 0.94 , P < .01 ) , O-deethylation of phenacetin N-demethylation of S -(+ ) - MS ( r = 0.85 , < .01 and @DRUG$ -(-) - MS ( r = 0.69 , P < .05 ) or N-oxidation of S -(+ ) - MS ( r = 0.94 , P < .01 ) at the low concentration ; and 6 beta-hydroxylation of testosterone vs. three metabolic of both MS enantiomers the high concentration ( r = 0.68-0.93 , P < .05-.01 ) .	When relationships were evaluated in microsomes from 10 human livers between the metabolism of substrates toward the respective CYP isoforms and stereoselective metabolism of MS at a low ( 5 microM ) and at a high ( 200 microM ) MS concentration , significant correlations existed in : 2	1
0	Experiment 2 was conducted with triplicate floor pens of 33 male broilers each for 42 d with four electrolyte levels [basal (0.2% Na, 0.34% Cl, 1.03% K); basal plus 0.1% Na (from sodium carbonate); basal plus 0.1% Cl (from ammonium chloride); basal plus 0.18% K (from @DRUG$ @DRUG$)].	Experiment 2 was lead with triplicate ball over indite of 33 male broilers each for xlii d with four electrolyte levels [ basal ( 0.2 % Na , 0.34 %  , 1.03 % K ) ; basal asset 0.1 % Na ( from atomic number  carbonate ) ; basal asset 0.1 %  ( from ammonium chloride ) ; basal asset 0.18 % K ( from @DRUG$ @DRUG$ ) ] .	Experiment 2 ( conducted Cl triplicate floor pens of 33 male broilers each for 42 d 0.1 four electrolyte levels % basal was % % Na % 0.34 [ Cl , 1.03 % K ) ; basal plus 0.1 0.2 Na ( from sodium carbonate ) ; basal plus with , with ( from ammonium ) chloride ; basal plus 0.18 % K ( from @DRUG$ @DRUG$ ) ] .	was with triplicate floor pens of 33 male broilers each for 42 with four electrolyte levels [ basal ( 0.2 % Na , 0.34 % Cl , 1.03 % ) ; basal plus 0.1 % Na ( from sodium carbonate ) ; 0.1 % Cl ( from ammonium chloride ) ; basal plus 0.18 % K ( from @DRUG$ @DRUG$ ] .	The addition of @DRUG$ @DRUG$ to the basal electrolyte level increased the potassium concentration by 0.18 %.	0
1	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab, @DRUG$, roledumab, tralokinumab, risankizumab, SA237, emapalumab, suptavumab, erenumab, eptinezumab, fremanezumab, fasinumab, tanezumab, lampalizumab, brolucizumab).	Of these , five mAbs are for cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and fifteen mAbs are for non-cancer indications ( caplacizumab , @DRUG$ , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , erenumab , eptinezumab , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these 5 , mAbs , for cancer ( durvalumab , JNJ , 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and 15 mAbs are for non-cancer indications ( caplacizumab , @DRUG$ , roledumab suptavumab tralokinumab , risankizumab - SA237 , emapalumab , are , erenumab , eptinezumab , , , fasinumab fremanezumab tanezumab , lampalizumab , brolucizumab ) .	Of these , 5 are for cancer ( durvalumab JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ and 15 mAbs are for non-cancer indications ( caplacizumab , @DRUG$ , roledumab , tralokinumab risankizumab , SA237 , emapalumab , suptavumab , erenumab , , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab	1
0	After a dietary lead-in period, 2,431 adults with hypercholesterolemia (LDL cholesterol > or =160 and <250 mg/dl; triglycerides <400 mg/dl) were randomized to treatment with rosuvastatin 10, 20, 40, or 80 @DRUG$; @DRUG$ 10, 20, 40, or 80 mg; simvastatin 10, 20, 40, or 80 mg; or pravastatin 10, 20, or 40 mg.	after a dietetical lead - in menstruum , 2,431 adults with hypercholesteremia ( low density lipoprotein cholesterin > or = 160 and < 250 mg / dl ; triglycerides < 400 mg / dl ) were randomized to treatment with rosuvastatin decade , xx , 40 , or 80 @DRUG$ ; @DRUG$ decade , xx , 40 , or 80 mg ; simvastatin decade , xx , 40 , or 80 mg ; or pravastatin decade , xx , or 40 mg .	After a dietary cholesterol - in ( , < adults with hypercholesterolemia period LDL lead > or = 160 and < 250 / mg randomized ; triglycerides 2,431 400 mg / ) dl were 20 simvastatin treatment with rosuvastatin 10 , 20 , 40 , or 80 @DRUG$ ; @DRUG$ 10 , 20 , 40 , or 80 mg ; to 10 , dl , 40 , or 80 mg ; or pravastatin 10 , 20 , or 40 mg .	a dietary lead in period , 2,431 adults hypercholesterolemia ( LDL or 160 and < 250 mg / dl ; triglycerides < 400 mg / dl ) were randomized to with rosuvastatin 10 , 20 , 40 or 80 @DRUG$ ; @DRUG$ 10 , 20 , 40 , or mg ; simvastatin 10 , 20 , 40 , or 80 ; or pravastatin , 20 , or 40 mg .	After a dietary lead - in period , 2,431 adults with hypercholesterolemia ( LDL cholesterol > or = 160 and < 250 mg / dl ; triglycerides < 400 mg / dl ) were randomized to treatment with rosuvastatin 10 , 20 , 40 , or 80	1
0	RESULTS: Testosterone levels in L-T, L-DHEA and L-T/@DRUG$-S groups were respectively 3.19 +/- 0.23 @DRUG$/ml, 4.89 +/- 0.45 ng/ml and 3.25 +/- 0.34 g/ml (p < 0.002).	leave : testosterone levels in L-T , L-DHEA and L-T/ @DRUG$ -S groups were respectively 3.19 +/- 0.23 @DRUG$ / ml , 4.89 +/- 0.45 ng / ml and 3.25 +/- 0.34 g/ml ( phosphorus < 0.002 ) .	RESULTS 0.002 Testosterone levels in L-T and L-DHEA and ml @DRUG$ -S groups were respectively 3.19 +/- 0.23 @DRUG$ / ml , 4.89 +/- 0.45 ng / L-T/ , 3.25 +/- 0.34 g/ml ( p < : ) .	RESULTS Testosterone levels in L-T , and L-T/ @DRUG$ groups were respectively 3.19 +/- 0.23 @DRUG$ / ml , 4.89 +/- 0.45 ng / 3.25 +/- 0.34 g/ml ( p < 0.002 ) .	L-T, L-DHEA and L-T/@DRUG$-S groups had testosterone levels that were, respectively, 3.19 +/- 0.23 @DRUG$/ml, 4.89 +/- 0.45 ng/ml, and 3.25 +/- 0.34	0
0	Urine concentrations of both combinations have similar bioactivity against urinary pathogens after 500 @DRUG$ of @DRUG$-trimazine and 960 mg of co-trimoxazole.	Urine tightness of both combinations have similar bioactivity against urinary pathogens after 500 @DRUG$ of @DRUG$ - trimazine and 960 milligram of co-trimoxazole .	Urine concentrations of and combinations co-trimoxazole similar bioactivity against urinary pathogens after 500 @DRUG$ of @DRUG$ - trimazine both 960 mg of have .	Urine concentrations of both combinations have similar bioactivity against pathogens after 500 @DRUG$ of @DRUG$ - trimazine and 960 mg of co-trimoxazole .	The concentrations of both drugs in urine are equally effective in killing urinary pathogens after 500 units of @DRUG$ and 960 mg of co-trimoxazole are administered.	1
0	RESULTS: After 3 months of MYO administration, plasma @DRUG$, testosterone, free testosterone, insulin and HOMA index resulted significantly reduced; no significant changes were observed in plasma @DRUG$ and androstenedione levels.	RESULTS : After terzetto months of MYO administration , plasma @DRUG$ , testosterone , free testosterone , insulin and HOMA index resulted significantly lose weight ; no significant alteration were observed in plasma @DRUG$ and androstenedione levels .	RESULTS plasma After 3 months of MYO administration HOMA : @DRUG$ , testosterone , free and , insulin testosterone , index resulted significantly reduced ; no significant changes were observed in plasma @DRUG$ and androstenedione levels .	RESULTS : After 3 months of MYO administration , plasma @DRUG$ , testosterone , free testosterone insulin and HOMA index resulted significantly reduced ; no significant changes were observed in @DRUG$ and androstenedione levels .	After 3 months of MYO administration, plasma @DRUG$, testosterone, free testosterone, insulin and HOMA index resulted significantly reduced; no significant changes were observed in plasma @DRUG$ and androstenedione levels.	0
1	Three control drugs, FT-207, uracil and @DRUG$, were also included in present experiment at doses of 7.5, 420.0 and 5.0 @DRUG$/kg, respectively.	Three control drugs , foot - 207 , uracil and @DRUG$ , were besides included in present experiment at doses of 7.5 , 420.0 and 5.0 @DRUG$ / kg , severally .	Three control drugs , FT , 207 , uracil and @DRUG$ , were also included in 420.0 of at doses experiment 7.5 , present and 5.0 @DRUG$ / kg - respectively .	Three control drugs , FT 207 , uracil and @DRUG$ , were also included in present experiment at doses of 7.5 , 420.0 and 5.0 @DRUG$ / kg , respectively .	Three control drugs, FT-207, uracil, and @DRUG$, were also included in present experiment at doses of 7.5, 420.0 and 5.0 @DRUG$/kg, respectively.	0
0	The objectives of the present study were to determine the splanchnic extraction of glutamine after ingestion of @DRUG$-rich protein ((15)N-labeled @DRUG$ proteins) and to compare it with that of free glutamine and to determine de novo glutamine synthesis before and after glutamine consumption.	The object of the present field were to determine the visceral extraction of glutamine after ingestion of @DRUG$ - rich protein ( (  ) N - labeled @DRUG$ proteins ) and to compare it with that of spare glutamine and to determine de novo glutamine synthesis before and after glutamine consumption .	The objectives after the present study were to determine the splanchnic extraction of glutamine after it of @DRUG$ - rich protein ( ( 15 ) N - compare @DRUG$ proteins ) and labeled to ingestion with that of free de and to determine glutamine novo glutamine synthesis before and of glutamine consumption .	The objectives of the present were to determine the splanchnic extraction of after of @DRUG$ - rich protein ( ( 15 ) N - labeled @DRUG$ proteins ) and to compare it with that free glutamine and to determine de novo glutamine synthesis before and after glutamine consumption .	The study found that the protein-rich drink @DRUG$ resulted in a higher extraction of glutamine from the intestine than either free glutamine or the control drink. Furthermore, de novo glutamine synthesis was increased after glutamine consumption.	1
0	Characteristic of alpha 1-adrenoceptor antagonists, doxazosin also has favourable effects on the plasma lipid profile in that it decreases total cholesterol and triglycerides, and increases high density lipoprotein (HDL) @DRUG$ as well @DRUG$ the HDL/total cholesterol ratio.	characteristic of alpha 1 - adrenoceptor antagonists , doxazosin also has lucky effect on the blood plasma lipid profile in that it decreases total cholesterol and triglycerides , and increases high density lipoprotein ( HDL ) @DRUG$ as well @DRUG$ the HDL / total cholesterol ratio .	plasma of alpha 1 lipid adrenoceptor antagonists , , also has favourable effects on the ) - profile in that it decreases total cholesterol and triglycerides doxazosin and increases high density lipoprotein ( HDL Characteristic @DRUG$ as well @DRUG$ the HDL / total cholesterol ratio .	Characteristic alpha 1 - adrenoceptor antagonists , doxazosin also has effects on the plasma lipid profile in that it total cholesterol and triglycerides , and increases density lipoprotein ( HDL ) @DRUG$ as @DRUG$ HDL total cholesterol ratio .	Alpha 1 - adrenoceptor antagonists, like doxazosin, have favourable effects on the plasma lipid profile by decreasing total cholesterol and triglycerides, and increasing high density lipoprotein (HDL).	1
1	There are many reports of drugs which may increase (e.g. folic acid, dexamethasone and rifampicin) or decrease (e.g. valproic acid, sulthiame, isoniazid, @DRUG$, phenylbutazone, chloramphenicol and some sulphonamides) the metabolism of @DRUG$.	thither are many reports of drugs which may increase ( e.g. folic acid , dexamethasone intensol and rifampicin ) or fall ( e.g. valproic acid , sulthiame , isoniazid , @DRUG$ , butazolidin , chloramphenicol and some sulphonamides ) the metabolism of @DRUG$ .	There are many increase of drugs which may reports ( isoniazid folic acid , dexamethasone and rifampicin sulthiame or decrease ( e.g. valproic acid , ) , e.g. and @DRUG$ , phenylbutazone , chloramphenicol , some sulphonamides ) the metabolism of @DRUG$ .	There are many reports drugs may increase ( e.g. folic acid , dexamethasone and ) decrease e.g. valproic acid sulthiame , isoniazid , @DRUG$ , phenylbutazone , chloramphenicol and some ) the metabolism of @DRUG$ .	Some drugs may increase or decrease the metabolism of another drug.	1
1	Clinical studies indicate single-dose efficacy greater than that of morphine, pethidine (meperidine) and @DRUG$ in moderate to severe postoperative pain, with some evidence of a more favourable adverse effect profile than @DRUG$ or pethidine.	Clinical report show single - dose efficacy greater than that of morphine , pethidine ( meperidine ) and @DRUG$ in moderate to severe postoperative pain , with some evidence of a more favourable inauspicious outcome profile than @DRUG$ or pethidine .	than studies indicate single - dose efficacy greater than that of morphine , pethidine ( meperidine of pain @DRUG$ in moderate to severe postoperative pethidine , with some evidence ) a more favourable adverse effect profile Clinical @DRUG$ or and .	studies indicate single dose efficacy greater than that of morphine , pethidine ( ) and @DRUG$ in moderate to severe postoperative pain , with some evidence of more favourable adverse effect profile than @DRUG$ or pethidine .	Clinical studies indicate that @DRUG$ is more effective than morphine, pethidine, and @DRUG$ in moderate to severe postoperative pain, with some evidence of a more favourable adverse effect profile than DRUGB or pethidine.	0
0	Dietary @DRUG$ at concentrations of 1% and 2% (@DRUG$/w) decreased total plasma cholesterol by 3.4 mmol/L compared with controls.	Dietary @DRUG$ at concentrations of 1 % and 2 % ( @DRUG$ / w ) decreased total plasma cholesterol by 3.4 mmol / L liken with ascendence .	Dietary @DRUG$ at concentrations of / % and 2 % ( @DRUG$ / w ) decreased total plasma cholesterol 1 3.4 mmol by L compared with controls .	Dietary @DRUG$ at concentrations of 1 % and 2 % ( @DRUG$ / ) decreased total plasma cholesterol by 3.4 L compared with controls .	Dietary @DRUG$ at concentrations of 1 % and 2 % ( @DRUG$ / w ) decreased total plasma cholesterol by 3.4 mmol / L compared with controls .	0
0	The high cure rates of terbinafine against dermatophytes, as shown in many studies since its launch in the 1990s, together with lack of clinically significant drug interactions and well established safety record, indicate the use of continuous oral @DRUG$ @DRUG$ the top choice for the treatment of onychomycosis in most patients.	The mellow cure rates of lamisil against dermatophytes , as present in many studies since its launch in the 1990s , together with lack of clinically significant drug interactions and wellspring established safety record , indicate the practice of continuous oral @DRUG$ @DRUG$ the top choice for the treatment of onychomycosis in most patients .	The high cure clinically safety terbinafine against the , as shown in many studies rates its launch in dermatophytes 1990s , together with lack choice since significant drug interactions and well established of record , indicate the use of continuous oral @DRUG$ @DRUG$ the top of for the treatment of onychomycosis in most patients .	The high cure rates of terbinafine against dermatophytes , as shown in many studies its in the together with lack of significant drug interactions and well established safety record , indicate the use continuous oral @DRUG$ @DRUG$ the top choice for treatment of onychomycosis in most patients .	The high cure rates of terbinafine against dermatophytes, together with lack of clinically significant drug interactions and well established safety record, indicate the use of continuous oral @DRUG$ as the top choice for the treatment of onychomycosis in most patients.	1
0	Results from 2 recent phase IIIb studies (TARGET and CONTROL) conducted in the United States also showed that cinacalcet HCl can significantly reduce or maintain reduction in PTH while simultaneously lowering calcium, @DRUG$, and @DRUG$-phosphorus product.	Results from deuce recent epoch phase IIIb field ( TARGET and CONTROL ) conducted in the United States also showed that cinacalcet HCl can importantly reduce or maintain reduction in PTH while simultaneously lowering calcium , @DRUG$ , and @DRUG$ - phosphorus product .	Results from 2 recent phase the studies ( TARGET and CONTROL ) conducted in IIIb United HCl also showed that cinacalcet and can significantly reduce or maintain reduction in PTH while simultaneously States calcium , @DRUG$ , lowering @DRUG$ - phosphorus product .	from 2 recent phase IIIb studies ( TARGET and CONTROL ) conducted in the United States also showed that cinacalcet HCl can significantly reduce or maintain reduction in PTH while simultaneously calcium , @DRUG$ , and @DRUG$ - phosphorus product .	Cinacalcet HCl can significantly reduce or maintain reduction in PTH while simultaneously lowering calcium, @DRUG$, and @DRUG$-phosphorus product.	0
0	Large doses of paracetamol (overdoses) cause acute hepatic necrosis @DRUG$ a result of depletion of @DRUG$ and of binding of the excess reactive metabolite to vital cell constituents.	Large doses of paracetamol ( overdoses ) cause acute hepatic necrosis @DRUG$ a result of depletion of @DRUG$ and of stick of the supernumerary reactive metabolite to critical cell constituents .	Large of doses paracetamol ( overdoses acute cause ) hepatic necrosis @DRUG$ a result of depletion of @DRUG$ and of binding of the constituents reactive metabolite to vital cell excess .	doses of paracetamol ( overdoses ) cause hepatic necrosis @DRUG$ a result of depletion of @DRUG$ and of binding the reactive metabolite to vital constituents .	Large doses of paracetamol (overdoses) cause acute hepatic necrosis as a result of depletion of @DRUG$ and of binding of the excess reactive metabolite to vital cell constituents.	1
0	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either CVT-6883 (1 mg/kg i.p.) or @DRUG$ (1 @DRUG$/kg i.p.).	Aerosolized AMP elicited significant increases in Penh in sensitized computer mouse , and the essence was significantly weakened by either CVT -6883 ( 1 mg / kg i.p. ) or @DRUG$ ( 1 @DRUG$ / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice , and the attenuated was 1 effect by either CVT -6883 ( significantly mg ( kg i.p. ) or @DRUG$ / 1 @DRUG$ / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh in mice , and the was significantly attenuated by either CVT -6883 ( 1 mg / kg i.p. ) or @DRUG$ ( 1 @DRUG$ / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice , and the effect was significantly attenuated by either CVT -6883 ( 1 mg / kg i.p. ) or @DRUG$ ( 1 @DRUG$ / kg i.p. ) .	0
0	This review will discuss the current evidence for novel branded antibiotics that are highly effective in the treatment of multidrug-resistant infections by Gram-positive pathogens, namely ceftobiprole, ceftaroline, telavancin, @DRUG$, dalbavancin, tedizolid, besifloxacin, @DRUG$, ozenoxacin, and omadacycline.	This limited review will discuss the current manifest for novel branded antibiotics that are extremely effective in the handling of multidrug -resistant infections by Gram-positive pathogens , namely ceftobiprole , ceftaroline , telavancin , @DRUG$ , dalbavancin , tedizolid , besifloxacin , @DRUG$ , ozenoxacin , and omadacycline .	This review will discuss the current evidence infections novel branded antibiotics that namely highly effective in the treatment of multidrug -resistant for by Gram-positive , , are ceftobiprole , ceftaroline , telavancin , @DRUG$ pathogens dalbavancin , tedizolid , omadacycline , @DRUG$ , ozenoxacin , and besifloxacin .	review will discuss the evidence for novel branded that are effective in the treatment of multidrug -resistant infections by , namely ceftobiprole , ceftaroline , telavancin @DRUG$ , dalbavancin , tedizolid , besifloxacin , @DRUG$ ozenoxacin , and omadacycline .	The novel branded antibiotics ceftobiprole, ceftaroline, telavancin, @DRUG$, dalbavancin, tedizolid, besifloxacin, @DRUG$, ozenoxacin, and omadacycline are all	0
0	INTERPRETATION: The safety of incorporating @DRUG$ to @DRUG$-CHP or G-CHP was as expected and managable.	version : The safety of incorporating @DRUG$ to @DRUG$ - CHP or g force -CHP was as expected and managable .	managable : The safety of incorporating @DRUG$ to @DRUG$ - CHP or G -CHP expected as was and INTERPRETATION .	INTERPRETATION : The safety of incorporating @DRUG$ @DRUG$ CHP or G -CHP was as expected and managable .	The safety of incorporating @DRUG$ to @DRUG$ - CHP or G -CHP was as expected and managable .	0
0	The RADIANCE phase 3 study aimed to confirm the safety and efficacy of @DRUG$ versus @DRUG$ in individuals with relapsing multiple sclerosis.	The RADIANCE phase leash study aimed to confirm the safety and efficacy of @DRUG$ versus @DRUG$ in soul with relapsing multiple sclerosis .	The RADIANCE phase 3 study aimed to confirm in safety individuals efficacy of @DRUG$ versus @DRUG$ the and with relapsing multiple sclerosis .	RADIANCE phase 3 study aimed to confirm the efficacy of @DRUG$ @DRUG$ in individuals with relapsing multiple sclerosis .	@DRUG$ is safe and effective for treating relapsing multiple sclerosis, compared to @DRUG$.	0
0	However, @DRUG$-containing intravenous @DRUG$ preparations are associated with an elevated risk of anaphylactic reactions, which made physicians reluctant to prescribe intravenous iron in the treatment of iron deficiency anemia for many years.	However , @DRUG$ - containing intravenous @DRUG$ preparations are consociate with an elevated risk of anaphylactic reactions , which made physicians reluctant to prescribe intravenous iron out in the handling of iron out deficiency anemia for many years .	However , @DRUG$ - containing intravenous @DRUG$ preparations are for with an prescribe risk of anaphylactic reactions , which made physicians reluctant to intravenous elevated iron in the treatment of iron deficiency anemia associated many years .	However , @DRUG$ - containing intravenous @DRUG$ preparations are associated with elevated risk of anaphylactic reactions , which made physicians reluctant to prescribe intravenous in treatment of iron deficiency anemia for many years .	However, @DRUG$-containing intravenous @DRUG$ preparations are associated with an elevated risk of anaphylactic reactions, which made physicians reluctant to prescribe intravenous iron in the treatment of iron deficiency anemia for many years.	0
0	Telmisartan 40 to 120 mg/day was @DRUG$ effective as amlodipine 5 to 10 mg/day or @DRUG$ 50 to 100 mg/day in dose-titration studies.	Telmisartan xl to 120 mg / day was @DRUG$ effective as amlodipine 5 to 10 mg / day or @DRUG$ 50 to century mg / day in dose-titration learn .	Telmisartan to 40 120 to / 10 was @DRUG$ effective as amlodipine 5 to day mg / day or @DRUG$ 50 mg 100 mg / day in dose-titration studies .	Telmisartan 40 to 120 mg / day was @DRUG$ effective as 5 to 10 mg / day or @DRUG$ 50 to 100 mg day in dose-titration studies .	Telmisartan 40 to 120 mg / day was effective as amlodipine 5 to 10 mg / day or atenolol 50 to 100 mg / day in dose-titration studies .	1
0	To test chronic toxicity, worker bees were fed @DRUG$ solutions containing 0.1, 1, and 10 microg/@DRUG$ of imidacloprid and its metabolites for 10 d. Fifty percent mortality was reached at approximately 8 d. Hence, considering that sucrose syrup was consumed at the mean rate of 12 microl/d and per bee, after an 8-d period the cumulated doses were approximately 0.01, 0.1, and 1 ng/bee (0.1, 1, and 10 microg/kg).	To mental testing chronic toxicity , worker be were federal @DRUG$ solutions containing 0.1 , 1 , and 10 microg / @DRUG$ of imidacloprid and its metabolites for 10 d. Fifty percent mortality was strain at approximately ogdoad d. Hence , reckon that saccharose syrup was go through at the mean rate of 12 microl / calciferol and per bee , after an ogdoad - calciferol period the cumulated doses were approximately 0.01 , 0.1 , and 1 ng / bee ( 0.1 , 1 , and 10 microg / kg ) .	To test chronic toxicity , worker bees d that @DRUG$ solutions containing 0.1 , 1 , and were microg / @DRUG$ of consumed rate its metabolites for 10 d. Fifty and 8 was considering at approximately 8 d. Hence , reached fed sucrose syrup was imidacloprid at and mean percent of 12 microl / 10 the per bee , after an mortality - d period the cumulated doses were approximately 0.01 , 0.1 , and 1 ng / bee ( 0.1 , 1 , and 10 microg / kg ) .	To chronic toxicity , worker bees were fed @DRUG$ solutions containing 0.1 , 1 , and microg / @DRUG$ of and its metabolites for 10 d. Fifty percent mortality was reached at approximately 8 d. , that sucrose syrup was consumed at the mean rate of 12 microl / d and per bee , after an 8 - d period the cumulated were approximately 0.01 , 0.1 , and 1 ng / bee ( 0.1 , 1 , and 10 microg kg ) .	If you feed worker bees @DRUG$ solutions containing 0.1, 1, and 10 microg/@DRUG$ of imidacloprid and its metabolites for 10 days, 50% mortality will be reached at approximately 8 days. Hence, considering that sucrose syrup was consumed at the mean	0
0	Thus, AgRP/@DRUG$ and POMC neurons each play mandatory roles in aspects of leptin-regulated energy homeostasis, high @DRUG$ levels in adult mice mitigate the importance of leptin-responsiveness in these neurons for components of energy balance, suggesting the presence of other leptin-regulated pathways that partially compensate for the lack of leptin action on the POMC and AgRP/NPY neurons.	Thus , AgRP / @DRUG$ and POMC neurons each play mandatory roles in view of leptin-regulated energy homeostasis , high pitched @DRUG$ levels in big mice mitigate the grandness of leptin-responsiveness in these neurons for portion of energy balance , indicate the presence of other leptin-regulated pathways that partially compensate for the lack of leptin action on the POMC and AgRP / NPY neurons .	Thus , AgRP / @DRUG$ the POMC neurons each play mandatory roles in aspects of leptin-regulated in homeostasis , high @DRUG$ levels action adult mice mitigate the importance of leptin-responsiveness energy these neurons for components of energy balance , suggesting and presence of other leptin-regulated and the partially compensate for that lack of leptin in on neurons POMC pathways AgRP / NPY the .	Thus , AgRP / @DRUG$ neurons each play mandatory in aspects of leptin-regulated energy homeostasis , @DRUG$ levels in adult mice mitigate the importance of leptin-responsiveness in these for components of energy balance , suggesting the presence of other leptin-regulated pathways that partially compensate for the lack of action on the POMC and AgRP / NPY neurons .	AgRP/@DRUG$ and POMC neurons each play a mandatory role in aspects of leptin-regulated energy homeostasis. High @DRUG$ levels in adult mice mitigate the importance of leptin-responsiveness in these neurons for components of energy balance, suggesting the presence of other leptin-regulated	0
0	Spontaneous reports of adverse events and adverse drug reactions (ADRs) in clinical trails from long-term coxib comparator studies, as well @DRUG$ in epidemiological studies, shows that @DRUG$ has relatively low risks for gastro-intestinal (GI), hepato-renal and other, rarer, ADRs compared with other NSAIDs and coxibs.	Spontaneous reports of adverse events and adverse do drugs reaction ( ADRs ) in clinical trails from semipermanent coxib comparator studies , as well @DRUG$ in epidemiological studies , shows that @DRUG$ has relatively downcast risks for gastro-intestinal ( GI ) , hepato-renal and other , rarified , ADRs compared with other NSAIDs and coxibs .	Spontaneous reports of adverse events and adverse drug compared ( ADRs ) in clinical well from long-term coxib comparator studies , as trails @DRUG$ in epidemiological ) , shows that @DRUG$ has relatively low rarer for gastro-intestinal ( GI other , hepato-renal and other , risks , ADRs reactions with studies NSAIDs and coxibs .	Spontaneous reports of adverse and adverse drug reactions ( ADRs ) in clinical trails from long-term coxib comparator studies , as well @DRUG$ in epidemiological studies , shows that @DRUG$ has relatively low risks for gastro-intestinal ( GI ) , hepato-renal and other , rarer , ADRs compared with other NSAIDs and coxibs	Spontaneous reports of adverse events and adverse drug reactions ( ADRs ) in clinical trails from long-term coxib comparator studies , as well as epidemiological studies , show that @DRUG$ has relatively low risks for gastro-intestinal ( GI ) , hepato-renal and other	1
1	A high strength of evidence existed for carprofen, firocoxib, and meloxicam; moderate for deracoxib, @DRUG$, and @DRUG$; and low for etodolac.	adenine high strength of evidence existed for carprofen , firocoxib , and meloxicam ; moderate for deracoxib , @DRUG$ , and @DRUG$ ; and low for lodine .	A high strength , evidence existed for carprofen , firocoxib of and , ; moderate for deracoxib , @DRUG$ meloxicam and @DRUG$ ; and low for etodolac .	A high strength of evidence existed carprofen , firocoxib , and meloxicam ; moderate for deracoxib , @DRUG$ , @DRUG$ and low for etodolac .	There was a high level of evidence that carprofen, firocoxib, and meloxicam were effective for treating pain in dogs. There was a moderate level of evidence that deracoxib, @DRUG$, and @DRUG$ were effective for treating pain in dogs. There was	0
0	AREAS COVERED: The present review is divided into two major sections: the period prior to the use of anti-VEGF agents (triamcinolone acetonide, verteporfin photodynamic therapy) and the period following their introduction (pegaptanib sodium, @DRUG$, ranibizumab, @DRUG$).	AREAS covered : The present review is divided into deuce major sections : the menses prior to the use of anti-VEGF factor ( triamcinolone acetonide , verteporfin photodynamic therapy ) and the menses following their introduction ( pegaptanib sodium , @DRUG$ , ranibizumab , @DRUG$ ) .	AREAS COVERED therapy The of review is divided into two major sections : the period prior introduction the use present anti-VEGF agents ( triamcinolone acetonide , to photodynamic : ) and the period following their verteporfin ( pegaptanib sodium , @DRUG$ , ranibizumab , @DRUG$ ) .	AREAS COVERED : The present review is divided into two major sections : the period prior the use of anti-VEGF agents ( triamcinolone acetonide , verteporfin photodynamic therapy ) and period following their introduction ( pegaptanib sodium , @DRUG$ ranibizumab , @DRUG$ ) .	The present review is divided into two major sections : the period prior to the use of anti-VEGF agents ( triamcinolone acetonide , verteporfin photodynamic therapy ) and the period following their introduction ( pegaptanib sodium , @DRUG$ , ranibiz	1
0	We tested the ultraviolet screen 3-(4-methylbenzylidene)-@DRUG$ (4-MBC; Eusolex 6300), which has been implicated @DRUG$ a potential endocrine disruptor, for its potential to bind to and activate endogenous estrogen receptors (ER) and to mediate ER-dependent changes in gene transcription, in hepatocytes of the water-dwelling South African clawed frog Xenopus laevis.	We tested the ultraviolet screen 3 - ( 4- methylbenzylidene ) - @DRUG$ ( 4 - MBC ; Eusolex 6300 ) , which has been implicated @DRUG$ a potential endocrine disruptor , for its potential to tie up to and spark off endogenous oestrogen sense organ ( ER ) and to mediate ER - dependent changes in factor transcription , in hepatocytes of the water - dwelling South African clawed toad genus xenopus laevis .	We tested the ultraviolet screen 3 - ( 4- methylbenzylidene - ) @DRUG$ ( 4 - - ; Eusolex - ) , gene has and implicated @DRUG$ the potential endocrine disruptor , for its potential to bind to been activate dwelling estrogen receptors ( ER ) and to mediate ER MBC dependent changes in which transcription , in hepatocytes of a water 6300 endogenous South African clawed frog Xenopus laevis .	We tested the ultraviolet screen 3 - ( methylbenzylidene ) - @DRUG$ ( 4 - MBC ; Eusolex 6300 ) , which has been implicated @DRUG$ a potential endocrine disruptor , for its potential to bind to and activate estrogen receptors ( ER ) to mediate ER - dependent changes in gene transcription in hepatocytes of - dwelling African clawed frog Xenopus laevis .	We found that @DRUG$ binds to and activates estrogen receptors, which can then mediate changes in gene transcription.	1
0	Three intra-tumoral treatments with NV1020 (1 x 10(7) plaque-forming units), followed by three subcutaneous treatments with 5-FU (50 mg/kg), resulted in substantially higher inhibition of tumor growth and prolongation of survival compared with monotherapies (@DRUG$/@DRUG$ vs. NV1020, p = 0.027).	Three intra-tumoral handling with NV1020 ( 1 x 10 ( septenary ) plaque-forming units ) , followed by three hypodermic handling with 5 - FU ( l mg / kg ) , resulted in substantially higher inhibition of tumor growth and prolongation of survival compared with monotherapies ( @DRUG$ / @DRUG$ vs. NV1020 , atomic number  = 0.027 ) .	Three by treatments with NV1020 and 1 x 10 ( 7 ) intra-tumoral units ) , followed plaque-forming three subcutaneous treatments with 5 - FU , 50 mg / kg ) , resulted in substantially higher inhibition of tumor growth ( prolongation compared survival of with monotherapies ( @DRUG$ / @DRUG$ vs. NV1020 ( p = 0.027 ) .	Three treatments with NV1020 ( 1 x 10 7 ) plaque-forming units ) , followed by three subcutaneous with 5 - FU ( 50 / kg ) , resulted in substantially higher inhibition of tumor growth and prolongation of survival compared with monotherapies ( @DRUG$ / @DRUG$ vs. NV1020 , p = 0.027 ) .	Three intra-tumoral treatments with NV1020 ( 1 x 10 ( 7 ) plaque-forming units ) , followed by three subcutaneous treatments with 5 - FU ( 50 mg / kg ) , resulted in substantially higher inhibition of tumor growth and prolongation of survival compared with monother	1
0	For type 1 diabetes patients, insulin glargine appears to be more effective than neutral protamine Hagedorn (NPH) in reducing fasting blood @DRUG$ (FBG) but not in reducing glycosylated haemoglobin (HbA1c) and there is some evidence that both insulins are @DRUG$ effective as each other in both FBG and HbA1c control.	For typewrite 1 diabetes patient , insulin glargine appears to be more effective than neutral protamine Hagedorn ( NPH ) in reducing fasting lineage @DRUG$ ( FBG ) but not in reducing glycosylated haemoglobin ( HbA1 c ) and there is some evidence that both insulin are @DRUG$ effective as each other in both FBG and HbA1c insure .	For type 1 glargine patients , insulin diabetes appears to be protamine effective than neutral more Hagedorn ( NPH ) in reducing fasting blood @DRUG$ ( FBG ) that not there reducing glycosylated haemoglobin ( HbA1 c and ) in is some evidence but both insulins are @DRUG$ effective as each other in both FBG and HbA1c control .	For type 1 diabetes patients , insulin glargine appears to be more effective than neutral protamine Hagedorn NPH ) in reducing fasting blood @DRUG$ ( FBG ) but not in reducing glycosylated haemoglobin ( HbA1 c ) and there is some evidence that both insulins are @DRUG$ effective as each other both FBG and HbA1c control .	For type 1 diabetes patients, insulin glargine is more effective than NPH in reducing fasting blood sugar levels (FBG), but there is some evidence that both insulins are equally effective as each other in both FBG and HbA1c control.	1
0	The positive control drugs were (+/-)-fenfluramine; (+)-@DRUG$; (-)-fenfluramine; its metabolites (+/-)-norfenfluramine, (+)-norfenfluramine, and (-)-norfenfluramine; ergotamine; and methysergide and its metabolite @DRUG$.	The positivistic ascertain do drugs were ( +/-) - fenfluramine ; ( + ) - @DRUG$ ; ( -) - fenfluramine ; its metabolite ( +/-) - norfenfluramine , ( + ) - norfenfluramine , and ( -) - norfenfluramine ; ergotamine ; and methysergide and its metabolite @DRUG$ .	The positive control drugs were ( , - fenfluramine ; ( + ) - @DRUG$ ; ( -) - norfenfluramine ; ( metabolites its +/-) - - , ( + ) - norfenfluramine +/-) and ( -) norfenfluramine fenfluramine ; ergotamine ; and methysergide and its metabolite @DRUG$ .	The control drugs were ( +/-) fenfluramine ; ( ) - @DRUG$ ; ( -) - ; its metabolites ( +/-) - norfenfluramine ( + ) - norfenfluramine and ( -) - ; ergotamine ; and methysergide and metabolite @DRUG$ .	The positive control drugs were ( +/-) - fenfluramine ; ( + ) - @DRUG$ ; ( -) - fenfluramine ; its metabolites ( +/-) - norfenfluramine , ( + ) - norfenfluramine , and ( -) -	1
1	P-glycoprotein inhibitors such as @DRUG$, tariquidar and verapamil significantly increased the influx of @DRUG$ and decreased the efflux of udenafil.	P- glycoprotein inhibitors such as @DRUG$ , tariquidar and verapamil importantly increased the influx of @DRUG$ and fall the efflux of udenafil .	P- glycoprotein inhibitors such the @DRUG$ , tariquidar and verapamil significantly increased the influx of @DRUG$ efflux decreased as and of udenafil .	P- glycoprotein inhibitors such as @DRUG$ , tariquidar and verapamil significantly increased influx @DRUG$ and decreased the efflux of udenafil .	P- glycoprotein inhibitors such as @DRUG$ increase the influx of @DRUG$ and decrease the efflux of udenafil .	0
0	Other agents in the early stages of development include several Xa inhibitors (@DRUG$, YM150, DU-176b and @DRUG$ [BMS-562247]), a factor IXa inhibitor (TTP889), and an orally active glycosaminoglycan enhancer (odiparcil [SB-424323]), which indirectly enhances thrombin inhibition via heparin cofactor II.	early factor in the former give away of development include various Xa inhibitors ( @DRUG$ , YM150 , DU - 176 b and @DRUG$ [ BMS - 562247 ] ) , a factor IXa inhibitor ( TTP889 ) , and an orally active glycosaminoglycan enhancer ( odiparcil [ SB - 424323 ] ) , which indirectly enhances thrombin inhibition via liquaemin cofactor II .	Other agents in the TTP889 stages of - include several Xa inhibitors ( @DRUG$ , YM150 , via development 176 orally and @DRUG$ [ SB - 562247 ] ) , a factor IXa inhibitor ( early ) , and an b active glycosaminoglycan enhancer ( odiparcil [ BMS ) 424323 ] - , which indirectly enhances thrombin inhibition DU heparin cofactor II .	Other agents in the early stages of development include several Xa inhibitors ( @DRUG$ , YM150 , - 176 b and @DRUG$ [ BMS - 562247 ] ) , a factor IXa inhibitor ( TTP889 ) , and active glycosaminoglycan enhancer ( odiparcil [ SB - 424323 ] ) , which indirectly enhances thrombin inhibition via heparin II .	@DRUG$ is an agent that is in the early stages of development, and it is in competition with other agents such as YM150, DU-176b, and @DRUG$ (BMS-562247). DRUGB is a factor IXa inhibitor that is being developed by a	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, @DRUG$ monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of @DRUG$ 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	adenine review of commercially uncommitted oral and injectable solution formulations reveal that the solubilizing excipients admit water - soluble organic solvents ( polyethylene ethanediol three hundred , polyethylene ethanediol  , ethanol , propylene ethanediol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor elevated railroad , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene ethanediol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , @DRUG$ monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$ three hundred ,  , or 1750 ) , water - indissoluble lipids ( beaver inunct , corn inunct , cottonseed inunct , olea europaea inunct , peanut inunct , peppermint inunct , false saffron inunct , sesame inunct , soybean inunct , hydrogenated veg rock oil , hydrogenated soybean inunct , and medium- mountain chain triglyceride of coconut tree inunct and palm seeded player inunct ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- mountain chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A ) of commercially available oral and injectable solution formulations reveals that the solubilizing 1750 include water - soluble organic solvents ( , glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol seed glycerin Labrafil N-methyl - 2 - pyrrolidone , oil , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH polyethylene , Cremophor RH , , d-alpha-tocopherol 40 glycol 1000 succinate , polysorbate 20 , beta-cyclodextrin palm , Solutol HS 15 , @DRUG$ monooleate , poloxamer acid polyethylene Labrafil M-1944CS , , M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and castor 407 esters of @DRUG$ 300 , 400 , or excipients ) , water , insoluble chain ( di-fatty oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , oleic oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean dimethylacetamide , and medium- lipids triglycerides of coconut oil and 80 , oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , sesame acid , and chain mono- medium- diglycerides ) - various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- polysorbate , and sulfobutylether - beta-cyclodextrin review , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol 60 L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution reveals the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene 400 , ethanol , propylene glycol glycerin , - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate polysorbate 20 polysorbate 80 , HS 15 , @DRUG$ monooleate , poloxamer 407 , Labrafil M-1944CS Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$ 300 400 , 1750 ) , water - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable , hydrogenated soybean oil , medium- chain triglycerides of coconut oil and palm seed oil ) , organic / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( soy phosphatidylcholine , , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Interaction of @DRUG$ with the electrophilic metabolite 1-O-@DRUG$-beta-D-glucuronide.	Interaction of @DRUG$ with the electrophilic metabolite 1- O- @DRUG$ - beta-D-glucuronide .	Interaction the @DRUG$ with of electrophilic metabolite 1- O- @DRUG$ - beta-D-glucuronide .	Interaction of @DRUG$ with the electrophilic metabolite 1- O- @DRUG$ - beta-D-glucuronide .	@DRUG$ interacts with the electrophilic metabolite 1- O- @DRUG$ - beta-D-glucuronide .	0
0	Because of these characteristics, Gd-EOB-@DRUG$ behaves similarly to non-specific @DRUG$ chelates during the dynamic phases, and adds substantial information during the hepatobiliary phase, improving the detection and characterization of focal liver lesions and diffuse liver disease.	Because of these characteristics , Gd-EOB - @DRUG$ behaves similarly to non-specific @DRUG$ chelates during the dynamic phases , and supply significant information during the hepatobiliary stage , improving the detection and word painting of focal liver lesions and diffuse liver disease .	Because , dynamic characteristics similarly Gd-EOB - @DRUG$ behaves of to non-specific @DRUG$ chelates during the these phases , and adds substantial information during the hepatobiliary phase the improving , detection and characterization of focal liver lesions and diffuse liver disease .	Because of these characteristics , Gd-EOB - @DRUG$ behaves similarly to non-specific @DRUG$ chelates during dynamic phases , and adds substantial information during the hepatobiliary phase , improving the detection and characterization of focal liver lesions and liver disease .	Because of these characteristics, @DRUG$ behaves similarly to non-specific @DRUG$ chelates during the dynamic phases, and adds substantial information during the hepatobiliary phase, improving the detection and characterization of focal liver lesions and diffuse liver disease.	0
1	CPT, which in vitro has much higher affinity (greater than 10(3)-fold) than caffeine for @DRUG$ A1, but not for A2, recognition sites, was only 3-6 times more potent than @DRUG$ in increasing response rate or in antagonizing the effects of NECA.	CPT , which in vitro has practically higher affinity ( neat than 10 ( 3 ) - fold ) than caffeine for @DRUG$ A1 , but not for A2 , acknowledgement sites , was only 3 - 6 times more potent than @DRUG$ in increasing reaction rate or in antagonizing the upshot of NECA .	CPT , which in ) has much higher affinity ( greater than 10 ( 3 vitro - fold ) than caffeine for @DRUG$ A1 , but not for A2 of the times , was only 3 - 6 , more potent than @DRUG$ in increasing response rate or in antagonizing recognition effects sites NECA .	CPT which in vitro has much higher affinity ( than 10 ( 3 ) - fold ) caffeine for @DRUG$ A1 , not for A2 , recognition sites , was 3 - 6 times more potent @DRUG$ in increasing response rate or in antagonizing the effects of NECA .	CPT, which has a much higher affinity than caffeine for @DRUG$ A1, but not for A2, recognition sites, was only 3-6 times more potent than @DRUG$ in increasing response rate or in antagonizing the effects of NECA.	0
0	Six patients received a fixed dose of 500 mg disregarding their weight supplemented by 100 mg of methylprednisone i.v. or 50-100 @DRUG$ of Pred given @DRUG$ premedication together with an antihistamine just before infusion of rituximab.	Six patients received a fixed dose of five hundred mg disregarding their weight supplemented by  mg of methylprednisone i.v. or 50 -  @DRUG$ of Pred given @DRUG$ premedication in concert with an antihistamine just before infusion of rituximab .	Six patients received a fixed dose of supplemented mg disregarding their 500 weight by together mg of methylprednisone i.v. or 50 - 100 @DRUG$ of Pred given @DRUG$ premedication 100 with an antihistamine just before infusion of rituximab .	Six patients received a fixed dose of 500 mg disregarding their weight supplemented by 100 mg of methylprednisone i.v. or 50 - 100 @DRUG$ of Pred given @DRUG$ premedication together with an antihistamine just before of rituximab .	Six patients received a fixed dose of 500 mg disregarding their weight supplemented by 100 mg of methylprednisone i.v. or 50 - 100 @DRUG$ of Pred given @DRUG$ premedication together with an antihistamine just before infusion of rituximab .	0
0	@DRUG$ and @DRUG$ have similar effects on hormonal profiles and semen analysis.	@DRUG$ and @DRUG$ have similar outcome on hormonal profiles and semen analysis .	@DRUG$ and @DRUG$ have similar profiles on hormonal effects and semen analysis .	@DRUG$ @DRUG$ have similar effects on hormonal profiles semen analysis .	@DRUG$ and @DRUG$ have the same effects on hormonal profiles and semen analysis.	0
0	The other is also generated from NAD+ in the presence of a high concentration of phosphate ions at alkaline pH. This inhibitor was proved to be the addition compound of one phosphate group to position C-4 of the @DRUG$ ring of @DRUG$ by NMR spectroscopy, enzymatic cleavage, and dissociation to NAD+ at neutral pH. This compound is a competitive inhibitor with respect to NAD+ in the presence of the lactate dehydrogenase with a Ki of 2 X 10(-7) M.	The other is also yield from NAD + in the presence of a highschool assiduity of orthophosphate ions at alkaline pH . This inhibitor was examine to be the addition colonial of one orthophosphate group to position C- 4 of the @DRUG$ ring of @DRUG$ by NMR spectrographic analysis , enzymatic cleavage , and dissociation to NAD + at neutral pH . This colonial is a free enterprise inhibitor with abide by to NAD + in the presence of the lactate dehydrogenase with a Ki of 2 X 10 ( - 7 ) M.	The other is also generated from NAD + in the presence This a ring concentration of phosphate ions spectroscopy alkaline pH . This of was proved one be the addition compound of to phosphate group neutral position C- 4 dissociation the @DRUG$ high Ki @DRUG$ by NMR at , enzymatic cleavage , and inhibitor to NAD + at to pH . of compound is a competitive inhibitor with respect to NAD + in the presence of the lactate dehydrogenase with a of of 2 X 10 ( - 7 ) M.	other is also generated from NAD + in the presence of a high concentration of phosphate ions at alkaline pH . This was to be addition compound of group to position C- 4 of the @DRUG$ ring @DRUG$ by NMR spectroscopy , enzymatic cleavage , and dissociation to NAD + at neutral . This compound is a competitive inhibitor with respect NAD + in the presence the lactate dehydrogenase with a Ki of 2 X 10 ( - 7 )	@DRUG$ is a molecule that is generated from NAD+ in the presence of a high concentration of phosphate ions at alkaline pH. This inhibitor was proved to be the addition compound of one phosphate group to position C-4 of the DRUGA ring of @DRUG$ by NMR spectrosc	0
0	Combinations of CFTR correctors and potentiators (i.e. lumacaftor/ivacaftor, @DRUG$/@DRUG$) have demonstrated clinical benefit in subsets of patients.	Combinations of CFTR correctors and potentiators ( i.e. lumacaftor/ ivacaftor , @DRUG$ / @DRUG$ ) have demonstrated clinical gain in subset of patients .	( of CFTR correctors ivacaftor potentiators Combinations i.e. lumacaftor/ and , @DRUG$ / @DRUG$ ) have demonstrated clinical benefit in subsets of patients .	Combinations of CFTR and potentiators ( i.e. lumacaftor/ ivacaftor , @DRUG$ / @DRUG$ ) have demonstrated clinical benefit in subsets of patients .	Combinations of CFTR correctors and potentiators (i.e. lumacaftor/ivacaftor, @DRUG$/@DRUG$) have demonstrated clinical benefit in subsets of patients.	0
0	CONCLUSION: @DRUG$ @DRUG$ first line intervention and ivermectin in the remaining gave best cost-effective results in the study patients of scabies.	CONCLUSION : @DRUG$ @DRUG$ first line of descent intervention and ivermectin in the remaining establish best cost-effective results in the study patients of scabies .	CONCLUSION : @DRUG$ @DRUG$ first line intervention and ivermectin in the remaining gave best in results cost-effective the study scabies of patients .	CONCLUSION : @DRUG$ @DRUG$ first line intervention and ivermectin the remaining gave best cost-effective in the study patients of scabies .	@DRUG$ is the best first line intervention for scabies, and ivermectin is the best treatment for patients who don't respond to DRUGA.	1
0	BACKGROUND/AIMS: The effect of @DRUG$ hydrochloride or @DRUG$ on the health-related quality of life (HRQoL) of functional dyspepsia is not well known.	BACKGROUND / AIMS : The essence of @DRUG$ hydrochloride or @DRUG$ on the health - related quality of life ( HRQoL ) of functional upset stomach is not well roll in the hay .	BACKGROUND / or : The quality of @DRUG$ hydrochloride AIMS @DRUG$ on ( health - related effect of life the HRQoL ) of functional dyspepsia is not well known .	BACKGROUND / AIMS The effect of @DRUG$ hydrochloride or @DRUG$ on health - related quality of life ( HRQoL ) of functional dyspepsia is not well known .	We don't really know how well @DRUG$ affects the quality of life for people with functional dyspepsia, but we do know that @DRUG$ doesn't seem to help very much.	0
0	The maximum increase in systolic blood pressure produced by four single oral doses of tyramine administered during a meal and ranging from 100 mg to 800 mg was compared during repeated (3 to 5 days) administration of placebo, 200 @DRUG$ toloxatone three times a day and 400 mg @DRUG$ three times a day in a single-blind, three-period crossover study.	The maximum increase in systolic blood insistence produced by  single unwritten doses of tyramine administered during a meal and ranging from century mg to 800 mg was compared during repeated ( 3 to 5 days ) administration of placebo , 200 @DRUG$ toloxatone trinity times a day and  mg @DRUG$ trinity times a day in a single - blind , trinity - period crossover study .	by maximum increase in systolic blood pressure produced The four blind oral doses of tyramine a during a meal and ranging mg 100 mg to 800 from was compared during repeated , 3 to 5 days ) administration of placebo , 200 @DRUG$ toloxatone three times administered day and 400 mg @DRUG$ three times a day period a single - single ( three - in crossover study .	The increase in systolic blood pressure produced by four single oral doses of tyramine administered during a meal and ranging from 100 mg to 800 was compared during repeated ( 3 to 5 days ) administration of placebo , 200 @DRUG$ toloxatone three times a day and 400 mg @DRUG$ three times a day in a single - blind , three - crossover study .	The maximum increase in systolic blood pressure produced by four single oral doses of tyramine administered during a meal and ranging from 100 mg to 800 mg was compared during repeated ( 3 to 5 days ) administration of placebo , 200 @DRUG$ toloxatone three times a day and 400	1
0	PaO2 and @DRUG$ oxygen saturation decreased after medetomidine, and @DRUG$-midazolam caused a marked hypoxaemia.	PaO2 and @DRUG$ oxygen saturation decreased after medetomidine , and @DRUG$ - midazolam caused a tag hypoxaemia .	PaO2 and @DRUG$ oxygen saturation decreased and medetomidine , after @DRUG$ - midazolam caused a marked hypoxaemia .	PaO2 and @DRUG$ oxygen saturation decreased after medetomidine , and @DRUG$ - midazolam caused a hypoxaemia .	After medetomidine was given, oxygen saturation decreased, and after midazolam was given, there was a marked hypoxaemia.	1
0	The search for a penicillin with additional antimicrobial activity against the Enterobacteriaceae and Pseudomonas aeruginosa led to the development of the carboxypenicillins (carbenicillin and @DRUG$) and the ureidopenicillins (mezlocillin, @DRUG$, and piperacillin).	The lookup for a penicillin with additional antimicrobial action against the Enterobacteriaceae and Pseudomonas aeruginosa led to the exploitation of the carboxypenicillins ( carbenicillin and @DRUG$ ) and the ureidopenicillins ( mezlocillin , @DRUG$ , and piperacillin ) .	and search for a penicillin with additional antimicrobial activity against the Enterobacteriaceae and Pseudomonas aeruginosa the to the development of the carboxypenicillins ( carbenicillin and @DRUG$ ) ( led ureidopenicillins and mezlocillin , @DRUG$ , The piperacillin ) .	The search for a penicillin with additional antimicrobial activity against the Enterobacteriaceae and Pseudomonas aeruginosa to development of the carboxypenicillins ( carbenicillin @DRUG$ ) and the ureidopenicillins ( mezlocillin , @DRUG$ , and piperacillin ) .	The development of carbenicillin and @DRUG$ led to the development of mezlocillin, @DRUG$, and piperacillin.	0
0	Oral placebo, lofexidine (0.4, 0.8 and 1.6 @DRUG$, p.o.) and clonidine (0.1 and 0.2 mg, p.o.) were each tested @DRUG$ pre-treatments once in combination with each of three intramuscular naloxone doses (0, 0.1 and 0.3 mg, i.m.) during 18 separate experimental sessions.	Oral placebo , lofexidine ( 0.4 , 0.8 and 1.6 @DRUG$ , p.o. ) and clonidine ( 0.1 and 0.2 mg , p.o. ) were each time tested @DRUG$ pre-treatments once in combination with each of iii intramuscular naloxone doses ( zero , 0.1 and 0.3 mg , i.m. ) during 18 separate data based roger sessions .	Oral placebo , lofexidine ) and ) 0.8 and 1.6 @DRUG$ , 0.4 ) and clonidine ( 0.1 p.o. 0.2 mg , p.o. ( were each tested @DRUG$ pre-treatments once in combination 0.3 each of three intramuscular naloxone doses ( 0 , 0.1 and with mg , i.m. , during 18 separate experimental sessions .	Oral placebo , lofexidine ( 0.4 , 0.8 and 1.6 @DRUG$ , p.o. ) and clonidine 0.1 and , p.o. ) tested @DRUG$ pre-treatments once combination with each of three intramuscular naloxone doses ( 0 , 0.1 and 0.3 mg , i.m. ) during 18 separate experimental sessions .	Oral placebo , lofexidine ( 0.4 , 0.8 and 1.6 @DRUG$ , p.o. ) and clonidine ( 0.1 and 0.2 mg , p.o. ) were each tested as pre-treatments once in combination	1
0	New agents including the phytostanol preparation FM-VP4 and inhibitors of acyl @DRUG$:@DRUG$ acyltransferase, the apical Na(+)-dependent bile acid transporter and microsomal triglyceride transfer protein may also play a future role in combination therapy.	New federal agent admit the phytostanol cookery FM - VP4 and inhibitors of acyl @DRUG$ : @DRUG$ acyltransferase , the apical Na ( + ) - hooked bile acid transporter and microsomal triglyceride transfer protein may also play a future role in combination therapy .	New agents including the phytostanol preparation FM - VP4 and inhibitors of apical @DRUG$ : @DRUG$ acyltransferase , the acyl Na ( + ) - combination bile role transporter and microsomal triglyceride transfer protein may acid play a future also in dependent therapy .	New including the phytostanol preparation FM - VP4 and inhibitors of acyl @DRUG$ : @DRUG$ acyltransferase , the apical Na ( + ) - bile acid transporter and microsomal triglyceride transfer protein may also a future role in combination therapy .	New agents including the phytostanol preparation FM - VP4 and inhibitors of acyl @DRUG$ acyltransferase may also play a future role in combination therapy .	1
0	In the ADAPT-1 study, 65.6% of patients who received 60 mg avatrombopag and 88.1% of patients who received 40 @DRUG$ @DRUG$ met the primary endpoint compared with 22.9% and 38.2% of patients receiving placebo, respectively (P < .0001 for both).	hoosier state the conform - one study , 65.6 % of patients who received 60 mg avatrombopag and 88.1 % of patients who received 40 @DRUG$ @DRUG$ fit the primary endpoint compared with 22.9 % and 38.2 % of patients invite placebo , respectively ( P < .0001 for both ) .	In the ADAPT with 1 study , 65.6 % of receiving who received 60 of avatrombopag and 88.1 % of patients who received 40 @DRUG$ @DRUG$ met the primary endpoint compared respectively 22.9 % and 38.2 % mg patients patients placebo , - ( P < .0001 for both ) .	In the ADAPT - 1 study , 65.6 % of patients received 60 mg and 88.1 % of received 40 @DRUG$ @DRUG$ met the primary endpoint compared with 22.9 % and 38.2 % of patients receiving , ( P < .0001 for both ) .	Avatrombopag (@DRUG$) was found to be more effective than placebo (@DRUG$) in achieving the primary endpoint in the ADAPT - 1 study.	0
0	RESULTS: Twenty-four-hour urinary albumin excretion was significantly increased in DM compared to C rats, and @DRUG$ treatment significantly reduced albuminuria in @DRUG$ rats.	RESULTS : Twenty - four -hour urinary albumen excretion was significantly increased in DM compared to C rats , and @DRUG$ treatment significantly reduced proteinuria in @DRUG$ rats .	RESULTS : Twenty - four -hour urinary albumin significantly was significantly increased in DM compared to C rats , albuminuria @DRUG$ treatment excretion reduced and in @DRUG$ rats .	RESULTS : Twenty - four -hour urinary excretion was significantly increased in DM compared to C rats , and @DRUG$ treatment significantly reduced albuminuria in @DRUG$ rats .	DM rats had significantly increased albuminuria compared to C rats, and @DRUG$ treatment significantly reduced albuminuria in @DRUG$ rats.	0
0	To date, no drug-drug interactions have been identified for dalbavancin, @DRUG$ or @DRUG$.	To go steady , no drug-drug interactions have been identified for dalbavancin , @DRUG$ or @DRUG$ .	To date , , drug-drug interactions have been identified for dalbavancin no @DRUG$ or @DRUG$ .	To date , no drug-drug interactions have been identified for dalbavancin , @DRUG$ or @DRUG$ .	So far, no interactions between dalbavancin and other drugs have been found.	1
0	These results indicate the superiority of both combination therapy of @DRUG$ + 10% urea ointment (overlapping application group) and occlusive dressing therapy with the @DRUG$ agents in terms of efficacy and safety for the treatment of MTTP, and suggest that they can be recommended for treatment of patients for whom it is difficult to use oral antimycotic agents or for patients who fail to respond to oral medications alone.	These upshot indicate the transcendency of both combination therapy of @DRUG$ + 10 % urea ointment ( overlapping application group ) and occlusive do therapy with the @DRUG$ agents in terms of efficacy and safety for the treatment of MTTP , and evoke that they can be recommended for treatment of patient for whom it is difficult to use of goods and services oral fungicide agents or for patient who fail to respond to oral medications alone .	These of indicate the superiority of both combination therapy overlapping @DRUG$ + 10 % urea ointment ( of application group ) and occlusive dressing therapy medications the @DRUG$ agents in terms of efficacy they for safety the treatment results MTTP , and suggest alone respond can be recommended for treatment of patients for whom it is difficult to use oral antimycotic agents or for patients who fail to and to oral with that .	These results indicate the superiority of both combination therapy of @DRUG$ + 10 % urea ointment ( overlapping application group ) occlusive dressing therapy with @DRUG$ agents in terms and safety for the of MTTP , and suggest that can be recommended for treatment of patients for whom is difficult use oral agents or for patients who fail to respond to oral medications alone	Both combination therapy of @DRUG$ + 10 % urea ointment ( overlapping application group ) and occlusive dressing therapy with the @DRUG$ agents are superior to oral antimycotic agents in terms of efficacy and safety for the treatment of MTTP .	0
0	Therefore, it may be suggested that @DRUG$ exerts a seizurogenic effect on mice possibly via an opioid receptor activation-dependent release of @DRUG$ from the mast cells and a simultaneous inhibition of GABA release.	hence , it may be advise that @DRUG$ exerts a seizurogenic effect on mice possibly via an opioid receptor activation - qualified release of @DRUG$ from the mast cells and a simultaneous inhibition of GABA release .	Therefore and activation may be suggested that @DRUG$ exerts a seizurogenic effect on mice possibly via GABA opioid receptor it - dependent release of @DRUG$ from the mast cells , a simultaneous inhibition of an release .	Therefore , it may suggested that @DRUG$ exerts a seizurogenic effect on mice possibly via an opioid receptor activation - dependent release of @DRUG$ the mast cells and a simultaneous inhibition of GABA release .	@DRUG$ causes @DRUG$ to be released from mast cells, and this inhibits GABA release.	0
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) 5-HT synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain @DRUG$ by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl propionamide [WAY100135; 10 mg/kg, i.@DRUG$. 30 min before flibanserin, or 40 mg/kg, s.c. 15 min before flibanserin] and tertatolol (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) 5-HT(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 mg/kg, s.c. simultaneously with flibanserin).	The effect of flibanserin ( thirty two magnesium / kg , i.p. 30 min before testing ) on memorize impuissance was not antagonized by the ( a ) 5 - HT deduction inhibitor parachlorophenylalanine ( pCPA ; 150 magnesium / kg p.o.x3 prison term ) , which lose weight brain @DRUG$ by  % ; ( b) 5 - HT ( 1A ) sensory receptor antagonist ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; decade magnesium / kg , i.@DRUG$ . 30 min before flibanserin , or 40 magnesium / kg , s.c. 15 min before flibanserin ] and tertatolol ( 2.5 and 5 magnesium / kg , i.p. 30 min before flibanserin ) ; and ( c ) 5 - HT (  ) sensory receptor protagonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( department of the interior ; 3 magnesium / kg , s.c. simultaneously with flibanserin ) .	The p.o.x3 of flibanserin ( 32 mg / kg , i.p. 30 min before testing synthesis on learned and 30 not % [ the ( a ) HT - HT ) by parachlorophenylalanine ( pCPA ; 150 mg / kg effect times kg , which reduced brain @DRUG$ inhibitor 89 antagonized ; ( b) 5 - HT ( 1A ) receptor antagonists ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl i.p. by WAY100135 ; 10 mg / kg , flibanserin . was min before flibanserin , or 40 mg / kg , s.c. 15 min before i.@DRUG$ ] helplessness tertatolol ( 2.5 and 5 mg / kg , s.c. 30 min before flibanserin ) ; and ( c ) 5 - 5 ( 2 ) receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / ) , propionamide simultaneously with flibanserin ) .	The effect of flibanserin ( mg kg , i.p. min before testing ) on learned not antagonized by the ( a ) 5 HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kg p.o.x3 times ) , which brain @DRUG$ by 89 % ; ( b) 5 - HT ( 1A ) receptor ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; mg / kg , i.@DRUG$ 30 min flibanserin , or 40 / kg , s.c. 15 min before flibanserin ] and tertatolol ( 2.5 and 5 kg , i.p. 30 min before flibanserin ; and ( c ) 5 - HT ( 2 ) receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , simultaneously with flibanserin )	Flibanserin did not antagonize the effect of parachlorophenylalanine on learned helplessness, which reduced brain @DRUG$ by 89%. 5-HT (1A) receptor antagonists (WAY100135) and tertatolol did not antagonize the effect of flib	1
0	Approval was based on results from a phase III study of ixabepilone in combination with capecitabine, as well @DRUG$ phase II studies of @DRUG$ monotherapy.	Approval was base on results from a phase leash study of ixabepilone in combination with capecitabine , as well @DRUG$ phase II studies of @DRUG$ monotherapy .	Approval was based on results from a phase III study of ixabepilone in combination with , as capecitabine well @DRUG$ phase II studies of @DRUG$ monotherapy .	Approval based on from a phase III study of ixabepilone in with capecitabine , as well @DRUG$ phase II studies of @DRUG$ monotherapy	@DRUG$ was found to be effective when used in combination with capecitabine, and this was also found to be true in phase II studies of @DRUG$ monotherapy.	0
0	Nicobrevin's UK license is now revoked, and the manufacturers of @DRUG$, @DRUG$ and dianicline are no longer supporting the development or testing of these treatments.	Nicobrevin's uk license is now revoked , and the manufacturers of @DRUG$ , @DRUG$ and dianicline are no longer supporting the evolution or testing of these treatments .	Nicobrevin's UK license is now revoked , are the manufacturers of @DRUG$ and @DRUG$ , dianicline and no longer supporting the development or testing of these treatments .	Nicobrevin's UK license now revoked , and the manufacturers of @DRUG$ , @DRUG$ and dianicline are no longer the development or of these treatments	Nicobrevin's UK license is now revoked , and the manufacturers of @DRUG$ and @DRUG$ are no longer supporting the development or testing of these treatments .	0
0	A better understanding of the many factors that influence @DRUG$ activity and subsequent @DRUG$ depletion may allow physicians to tailor treatment to the individual, maximizing therapeutic effect and minimizing treatment-related toxicity.	A better understanding of the many factors that influence @DRUG$ activity and subsequent @DRUG$ depletion crataegus laevigata allow physicians to orient treatment to the individual , maximizing sanative effect and minimizing treatment -related toxicity .	A better understanding of the many factors that influence @DRUG$ activity and subsequent @DRUG$ depletion maximizing allow physicians to tailor treatment therapeutic the individual , may to effect and minimizing treatment -related toxicity .	A better understanding of the many factors influence @DRUG$ activity and subsequent @DRUG$ depletion allow physicians to tailor treatment to the , maximizing therapeutic effect and minimizing treatment -related toxicity .	The more we know about how @DRUG$ affects @DRUG$, the better we can tailor treatments to individuals, maximizing the therapeutic effect while minimizing any toxicity.	0
1	Muscle relaxants include drugs that reduce muscle spasm (for example benzodiazepines such as @DRUG$ (Valium), alprazolam (Xanax), lorazepam (Ativan) and non-benzodiazepines such as metaxalone (Skelaxin) or a combination of paracetamol and @DRUG$ (Muscol)) and drugs that prevent increased muscle tone (baclofen and dantrolene).	Muscle relaxants let in drugs that reduce muscle spasm ( for case benzodiazepine such as @DRUG$ ( diazepam ) , alprazolam ( Xanax ) , ativan ( ativan ) and non-benzodiazepines such as metaxalone ( Skelaxin ) or a combination of paracetamol and @DRUG$ ( Muscol ) ) and drugs that prevent increased muscle tone ( baclofen and dantrolene ) .	Muscle relaxants include drugs ) reduce muscle spasm ( for example benzodiazepines such as @DRUG$ such Valium Ativan , alprazolam ( Xanax ) ( lorazepam ( ) ) and non-benzodiazepines , as metaxalone ( Skelaxin that and a combination of paracetamol and @DRUG$ and Muscol ) ) ( drugs that prevent increased muscle tone ( baclofen or dantrolene ) .	Muscle relaxants include drugs reduce muscle spasm ( for example benzodiazepines such as @DRUG$ ( Valium , alprazolam ( Xanax ) , lorazepam ( Ativan ) and non-benzodiazepines such as metaxalone ( Skelaxin ) or a combination of paracetamol and @DRUG$ ( Muscol ) ) and drugs that prevent increased muscle tone ( baclofen and dantrolene .	Muscle relaxants include drugs that reduce muscle spasm (such as benzodiazepines such as Valium, Xanax, Ativan and non-benzodiazepines such as metaxalone (Skelaxin) or a combination of paracetamol and Muscol) and	1
1	CONCLUSION: @DRUG$ shares a similar efficacy and safety with @DRUG$ and significantly improves patients' sexual confidence.	CONCLUSION : @DRUG$ shares a similar efficacy and safety device with @DRUG$ and significantly improves patients ' sexual confidence .	CONCLUSION : @DRUG$ shares a similar efficacy and safety with @DRUG$ and significantly patients improves ' sexual confidence .	CONCLUSION : @DRUG$ shares a efficacy and safety with @DRUG$ and significantly improves patients ' sexual confidence .	@DRUG$ is just as effective and safe as @DRUG$, and it also significantly improves patients' sexual confidence.	0
1	The primary objective of this 6-week, parallel-group, open-label, randomized, multicenter trial was to compare rosuvastatin with atorvastatin, @DRUG$, and simvastatin across dose ranges for reduction of low-density lipoprotein (LDL) @DRUG$.	The primary objective of this 6 - workweek , parallel - group , open-label , randomized , multicenter tribulation was to compare rosuvastatin with atorvastatin , @DRUG$ , and simvastatin across dose ranges for reduction of low density lipoprotein ( low density lipoprotein ) @DRUG$ .	- primary lipoprotein of this 6 The week , parallel - group , open-label , randomized , multicenter trial was to compare rosuvastatin with atorvastatin , @DRUG$ , and simvastatin across LDL ranges for reduction of low-density dose ( objective ) @DRUG$ .	The primary of this 6 - week , parallel - group , open-label , , multicenter trial to compare rosuvastatin with atorvastatin @DRUG$ , and simvastatin across dose ranges for reduction of low-density lipoprotein ( LDL ) @DRUG$ .	The primary objective of this study was to compare the effects of rosuvastatin, atorvastatin, @DRUG$, and simvastatin on LDL levels.	1
0	The @DRUG$ was the case with the reversible noncompetitive NMDA receptor antagonists dextromethorphan, dextrorphan, amitriptyline and @DRUG$.	The @DRUG$ was the case with the two sided noncompetitive NMDA receptor antagonists dextromethorphan , dextrorphan , amitriptyline hydrochloride and @DRUG$ .	, @DRUG$ was the case with the reversible noncompetitive NMDA receptor antagonists dextromethorphan , dextrorphan The amitriptyline and @DRUG$ .	The @DRUG$ was the case with reversible noncompetitive NMDA receptor antagonists dextromethorphan , dextrorphan , amitriptyline and @DRUG$ .	The @DRUG$ was the case with the reversible noncompetitive NMDA receptor antagonists dextromethorphan , dextrorphan , amitriptyline and @DRUG$ ."DRUGA is the case with DRUGB.	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, @DRUG$, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of @DRUG$ 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially useable oral examination and injectable solvent preparation disclose that the solubilizing excipients admit water - soluble organic solvents ( polyethylene glycol three hundred , polyethylene glycol 400 , ethanol , propylene glycol , glycerine , N-methyl - deuce - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor alt , Cremophor hypothalamic releasing hormone 40 , Cremophor hypothalamic releasing hormone 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate xx , @DRUG$ , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$ three hundred , 400 , or 1750 ) , water - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint candy oil , carthamus tinctorius oil , sesame oil , soybean oil , hydrogenated veg fossil oil , hydrogenated soybean oil , and medium- range of mountains triglyceride of coconut oil and ribbon seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- range of mountains mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated glycine max phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	glycol review of commercially available oral and injectable solution formulations reveals that the solubilizing sulfobutylether include water - 400 organic solvents ( polyethylene , 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , of - 2 - pyrrolidone , dimethylacetamide , liquids dimethylsulfoxide ) ( non-ionic , , Cremophor EL , Cremophor RH olive , Cremophor RH 60 , oil polyethylene glycol Labrasol succinate , polysorbate 20 , @DRUG$ , Solutol HS 15 monooleate sorbitan , , , 407 , Labrafil M-1944CS A Labrafil M-2125CS , 1000 surfactants poloxamer 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$ 300 , soluble , or 1750 oil , water - insoluble lipids ( castor mono- , corn beta-cyclodextrin , cottonseed oil , 40 d-alpha-tocopherol , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides N-methyl coconut oil and palm seed oil ) , , and / semi-solids ( beeswax Gellucire d-alpha-tocopherol , oleic acid , medium- chain ) and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and excipients - oil ) , and phospholipids organic hydrogenated soy phosphatidylcholine ( distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available and injectable solution formulations reveals that the solubilizing excipients include - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , - 2 - pyrrolidone , dimethylacetamide and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , RH 40 Cremophor 60 polyethylene glycol 1000 succinate , polysorbate 20 @DRUG$ , Solutol HS , sorbitan monooleate , poloxamer 407 , M-1944CS , Labrafil M-2125CS Labrasol , Gellucire 44/14 , Softigen 767 , mono- and di-fatty acid esters of @DRUG$ 300 , 400 , or 1750 , water - lipids ( castor oil , corn oil , cottonseed oil , olive oil , oil peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil , organic liquids / ( beeswax , , oleic acid , medium- chain mono- and diglycerides ) , ( alpha-cyclodextrin , beta-cyclodextrin hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and ( hydrogenated soy , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
1	CONCLUSION: @DRUG$ add-on showed comparable efficacy to @DRUG$ add-on in diabetic patients with hypertension badly controlled on angiotensin-converting enzyme inhibitor monotherapy.	decision : @DRUG$ add - on showed comparable efficacy to @DRUG$ add - on in diabetic patients with hypertension badly moderate on angiotensin-converting enzyme inhibitor monotherapy .	CONCLUSION : @DRUG$ add - on showed comparable efficacy to @DRUG$ badly - on in diabetic angiotensin-converting with hypertension add controlled on patients enzyme inhibitor monotherapy .	CONCLUSION : @DRUG$ add - on showed efficacy to @DRUG$ add - on in diabetic with hypertension badly controlled on angiotensin-converting enzyme inhibitor monotherapy .	@DRUG$ is just as effective as @DRUG$ when added to angiotensin-converting enzyme inhibitor monotherapy in diabetic patients with hypertension.	0
0	The BZDs in use @DRUG$ antiepileptic drugs are diazepam, clonazepam, clobazam, nitrazepam, and lately, also lorazepam and @DRUG$ as emergency therapy.	The BZDs in use @DRUG$ anticonvulsant drugs are diazepam , clonazepam , clobazam , nitrazepam , and lately , besides lorazepam and @DRUG$ as emergency therapy .	as BZDs in clonazepam @DRUG$ antiepileptic drugs are diazepam , use , clobazam , nitrazepam , and lately , also lorazepam and @DRUG$ The emergency therapy .	The BZDs in use @DRUG$ antiepileptic drugs are diazepam , clonazepam clobazam , nitrazepam , and lately , also lorazepam and @DRUG$ as emergency therapy	The BZDs in use @DRUG$ antiepileptic drugs are diazepam, clonazepam, clobazam, nitrazepam, and lately, also lorazepam. @DRUG$ as emergency therapy.	0
0	Doses of 100 and 500 @DRUG$/kg/day caused a decrease in testicular weight and in LH, @DRUG$ and glutamate levels, in prepubertal rats (15-day-old specimens), and an increase in, gonadotropin (LH and FSH) con-centration and aspartate levels in peripubertal rats (30-day-old specimens), without changes in testicular weight.	Doses of one c and five hundred @DRUG$ / kg /  hour interval caused a decrease in testicular weight and in LH , @DRUG$ and glutamate levels , in prepubertal rats (  -  hour interval - old specimen ) , and an increase in , gonadotropin ( LH and FSH ) con-centration and aspartate levels in peripubertal rats ( thirty -  hour interval - old specimen ) , without interchange in testicular weight .	Doses of 100 glutamate 500 @DRUG$ / kg / con-centration caused a decrease in testicular weight and in LH , @DRUG$ and prepubertal levels gonadotropin in and rats and 15 - day specimens old - ) , ( rats increase in , , ( LH and FSH ) day and aspartate levels in peripubertal an ( 30 - day - old specimens ) , without changes in testicular weight .	Doses of 100 and 500 @DRUG$ / kg / day caused a decrease in and in LH , @DRUG$ and glutamate levels , in prepubertal rats - day - old specimens ) , and an increase in , gonadotropin LH and FSH ) and aspartate levels in peripubertal rats 30 - day - old specimens ) , without changes in testicular weight .	Doses of 100 and 500 @DRUG$ / kg / day caused a decrease in testicular weight and in LH and glutamate levels in prepubertal rats, and an increase in gonadotropin ( LH and FSH ) concentration and aspartate levels in peripubertal rats	1
0	On the basis of these objective data, equivalent doses for the three compounds were determined to be as follows: 0.5 @DRUG$ @DRUG$ = 2,400 mg meprobamate = 400 mg butabarbital.	On the basis of these target information , equivalent doses for the three compounds were specify to be as follows : 0.5 @DRUG$ @DRUG$ = 2,400 mg meprobamate = 400 mg butabarbital .	On the basis of determined objective data = equivalent doses for the three compounds were these mg be as follows : 0.5 @DRUG$ @DRUG$ , 2,400 to meprobamate = 400 mg butabarbital .	On the basis these data , equivalent doses for the three compounds were determined as follows : 0.5 @DRUG$ @DRUG$ = 2,400 mg meprobamate = 400 butabarbital .	For every 2,400 mg of meprobamate, there is 400 mg of butabarbital.	1
0	@DRUG$, gamma-linolenic acid and @DRUG$ supplementation in senile osteoporosis.	@DRUG$ , gamma-linolenic acid and @DRUG$ supplementation in doddery osteoporosis .	@DRUG$ in gamma-linolenic acid and @DRUG$ supplementation , senile osteoporosis .	@DRUG$ , gamma-linolenic acid and @DRUG$ supplementation in senile osteoporosis .	@DRUG$ is a supplement that is used to treat senile osteoporosis, and it is believed that @DRUG$ may also be helpful in this regard.	0
1	Neither @DRUG$ nor omega-conotoxin GVIA attenuated the PGE2-mediated potentiation of bradykinin-evoked release, and neither omega-conotoxin GVIA nor omega-agatoxin IVA blocked the potentiation of @DRUG$-evoked release induced by PGE2.	Neither @DRUG$ nor omega-conotoxin GVIA attenuated the PGE2 - intercede potentiation of bradykinin-evoked release , and neither omega-conotoxin GVIA nor omega-agatoxin marsh elder blocked the potentiation of @DRUG$ - evoked release bring on by PGE2 .	Neither @DRUG$ nor omega-conotoxin GVIA attenuated of PGE2 - mediated potentiation of - release , and neither omega-conotoxin IVA nor omega-agatoxin GVIA blocked the potentiation the @DRUG$ bradykinin-evoked evoked release induced by PGE2 .	Neither @DRUG$ nor omega-conotoxin attenuated the PGE2 - mediated potentiation of bradykinin-evoked release , and neither omega-conotoxin GVIA nor omega-agatoxin IVA blocked the potentiation @DRUG$ - evoked release induced by PGE2 .	Neither @DRUG$ nor omega-conotoxin GVIA attenuated the PGE2 - mediated potentiation of bradykinin-evoked release , and neither omega-conotoxin GVIA nor omega-agatoxin IVA blocked the potentiation of @DRUG$ -	0
0	A quantitative high performance liquid chromatography method (HPLC) and a confirmative liquid chromatography-tandem mass spectrometry (LC-MS/MS) for the simultaneous determination of 18 sulfonamides such as sulfamidinum, sulfanilamide, sulfisomidine, sulfadiazine, sulfapyridine, sulfathiazole, sulfamerazine, sulfadimidine, sulfamethoxypyridazine, @DRUG$, sulfisoxazole, sulfachloropyridazine, sulfamethoxazole, sulfamonomethoxine, @DRUG$, sulfaclozine, sulfadimethoxine, sulfaquinoxaline in the muscles, livers and kidneys of swine, bovine and chicken were developed and validated.	A quantitative senior high school performance liquid chromatography method acting ( HPLC ) and a confirmative liquid chromatography - tandem good deal spectrographic analysis ( LC - m / m ) for the simultaneous determination of 18 sulpha such as sulfamidinum , sulfanilamide , sulfisomidine , sulfadiazine , sulfapyridine , sulfathiazole , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , @DRUG$ , sulfisoxazole , sulfachloropyridazine , sulfamethoxazole , sulfamonomethoxine , @DRUG$ , sulfaclozine , sulfadimethoxine , sulfaquinoxaline in the muscles , livers and kidneys of swine , bovine and yellow bellied were developed and validate .	A quantitative high performance liquid chromatography method ( HPLC ) and a , liquid chromatography chicken tandem mass , ( LC - MS / sulfamonomethoxine ) for the simultaneous determination of 18 sulfanilamide such as sulfamidinum , sulfonamides , confirmative , sulfadiazine , sulfapyridine spectrometry sulfathiazole , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , @DRUG$ , sulfisoxazole and sulfachloropyridazine , sulfamethoxazole , MS , @DRUG$ , sulfaclozine , sulfadimethoxine , sulfaquinoxaline in the muscles , livers and kidneys of swine , bovine and - were developed sulfisomidine validated .	quantitative high performance liquid chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass spectrometry LC - MS / MS ) for simultaneous determination of sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine , sulfadiazine , sulfapyridine , sulfathiazole , , , sulfamethoxypyridazine , @DRUG$ , sulfisoxazole sulfachloropyridazine , sulfamethoxazole , sulfamonomethoxine , @DRUG$ , sulfaclozine , sulfadimethoxine , sulfaquinoxaline the muscles , livers kidneys of swine bovine and chicken were and validated	A quantitative high performance liquid chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass spectrometry ( LC - MS / MS ) for the simultaneous determination of 18 sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine ,	1
0	PATIENTS AND METHODS: Patients were treated using an accelerated titration design with sequential escalating flat doses of @DRUG$ administered @DRUG$ a 30-minute intravenous infusion once daily for 5 consecutive days every 2 weeks (QDx5) in a 28-day cycle.	PATIENTS AND METHODS : Patients were treated exploitation an accelerated titration design with sequential escalating flat doses of @DRUG$ administered @DRUG$ a xxx - minute intravenous infusion once daily for five consecutive days every 2 weeks ( QDx5 ) in a 28 - day cyclessecond .	PATIENTS AND once : Patients were treated using an accelerated titration design with minute escalating flat doses of @DRUG$ administered @DRUG$ a days 30 sequential intravenous infusion METHODS daily for 5 consecutive - every 2 weeks ( QDx5 ) in a 28 - day cycle .	PATIENTS AND METHODS : Patients were treated using accelerated titration design with escalating flat doses of @DRUG$ administered @DRUG$ a 30 - minute intravenous infusion once daily for 5 days every 2 weeks QDx5 ) in a 28 - day .	Patients were treated using an accelerated titration design with sequential escalating flat doses of @DRUG$ administered @DRUG$ a 30 - minute intravenous infusion once daily for 5 consecutive days every 2 weeks ( QDx5 ) in a 28 - day cycle .	0
0	AIMS: @DRUG$ is used in a fixed dosing schedule of 50 @DRUG$ twice daily to treat patients with amyotropic lateral sclerosis (ALS), one form of motor neurone disease.	AIMS : @DRUG$ is used in a fixed drug schedule of 50 @DRUG$ twice day to day to treat patients with amyotropic lateral sclerosis ( aluminium ) , one form of motor neurone disease .	AIMS : @DRUG$ is used in a patients dosing schedule of 50 @DRUG$ twice daily to treat fixed disease sclerosis lateral amyotropic ( ALS ) , one form of motor neurone with .	AIMS : @DRUG$ is used in fixed dosing schedule of 50 @DRUG$ twice daily to treat patients with amyotropic lateral sclerosis ( ALS ) , one form of motor neurone .	@DRUG$ is used in a fixed dosing schedule of 50 @DRUG$ twice daily to treat patients with amyotropic lateral sclerosis ( ALS ) , one form of motor neurone disease .	0
0	Under normal situations, the intestinal mucosa is in a state of 'controlled' inflammation regulated by a delicate balance of proinflammatory (tumour necrosis factor [TNF]-alpha, interferon [IFN]-gamma, interleukin [IL]-1, IL-6, IL-12) and anti-inflammatory cytokines (IL-4, @DRUG$, @DRUG$).	Under normal situations , the intestinal mucous membrane is in a state of ' ascertain ' rubor regulated by a delicate remainder of pro inflammatory ( tumour gangrene factor [ TNF ] - alpha , interferon [ IFN ] - gamma , interleukin [ IL ] -1 , IL - 6 , IL - 12 ) and anti-inflammatory cytokines ( IL -4 , @DRUG$ , @DRUG$ ) .	Under normal situations , the intestinal mucosa is in delicate state [ ] controlled ' inflammation regulated by a a ) of proinflammatory ( tumour necrosis factor [ TNF ] - alpha , interferon of IFN ' - gamma , interleukin [ IL ] -1 cytokines IL - 6 ) IL - 12 , and anti-inflammatory , ( IL -4 , @DRUG$ , @DRUG$ balance .	Under normal situations , the intestinal mucosa is in a of ' controlled ' inflammation regulated by a delicate of proinflammatory ( tumour necrosis factor [ TNF ] - alpha interferon [ ] - gamma , interleukin [ IL ] -1 , IL - 6 , IL - 12 ) and anti-inflammatory cytokines ( IL -4 , @DRUG$ , @DRUG$ ) .	Under normal situations, the intestinal mucosa is in a state of 'controlled' inflammation regulated by a delicate balance of proinflammatory (tumour necrosis factor [TNF] - alpha, interferon [IFN] - gamma, interleukin [IL] -1, IL	1
1	@DRUG$ shows an alteration in vascular reactivity to @DRUG$ and other agonists, suggesting the possibility of a direct vascular effect.	@DRUG$ shows an alteration in vascular reactivity to @DRUG$ and other agonists , suggesting the possibility of a channelize vascular upshot .	@DRUG$ shows an alteration in vascular reactivity to @DRUG$ and suggesting agonists vascular other the possibility of a direct , effect .	@DRUG$ shows an alteration in vascular reactivity @DRUG$ and other agonists , suggesting the of a direct vascular effect .	@DRUG$ alters the way @DRUG$ and other agonists affect blood vessels, suggesting that DRUGA may have a direct effect on blood vessels.	0
0	Although @DRUG$ has been known @DRUG$ an essential nutrient for reproduction since 1922, we are far from understanding the mechanisms of its physiological functions.	Although @DRUG$ has been known @DRUG$ an essential nutrient for reproduction since 1922 , we are far from understanding the mechanism of its physiologic functions .	Although @DRUG$ has been known @DRUG$ an essential nutrient are reproduction since 1922 far we for , from understanding the mechanisms of its physiological functions .	Although @DRUG$ been known @DRUG$ an essential nutrient for reproduction since 1922 , we are far from understanding the mechanisms of its functions .	Although @DRUG$ has been known to be an essential nutrient for reproduction since 1922, we are far from understanding the mechanisms of its physiological functions.	1
0	There were no differences in dose-normalized Css(max) or AUC (0-12) perospirone and hydroxyperospirone between 16 mg/day and 32 @DRUG$/day of @DRUG$.	There were no differences in dose-normalized Css(max ) or AUC (  - xii ) perospirone and hydroxyperospirone between 16 mg / day and xxxii @DRUG$ / day of @DRUG$ .	There Css(max no day in dose-normalized were ) or AUC ( 0 - 12 ) perospirone and hydroxyperospirone between 16 mg / / and 32 @DRUG$ differences day of @DRUG$ .	There were no differences in dose-normalized Css(max ) or AUC ( 0 - 12 ) perospirone and hydroxyperospirone between 16 mg / day and 32 @DRUG$ / day of @DRUG$ .	There were no differences in dose-normalized Css(max ) or AUC ( 0 - 12 ) perospirone and hydroxyperospirone between 16 mg / day and 32 mg / day of @DRUG$ .	1
0	Patients received celecoxib 400 mg, followed by celecoxib 200 mg no sooner than 12 hours after first dose (day 1), then celecoxib 200 mg q12h as necessary (days 2 and 3); @DRUG$ sodium 550 mg followed by naproxen sodium 550 @DRUG$ no sooner than 12 hours after first dose (day 1), then naproxen sodium 550 mg q12h as necessary (days 2 and 3); or placebo.	Patients received celecoxib 400 mg , followed by celecoxib  mg no sooner than 12 hours after starting time dose ( clarence shepard day jr 1 ) , then celecoxib  mg q12h as necessary ( solar day ii and trinity ) ; @DRUG$ sodium 550 mg followed by naprosyn sodium 550 @DRUG$ no sooner than 12 hours after starting time dose ( clarence shepard day jr 1 ) , then naprosyn sodium 550 mg q12h as necessary ( solar day ii and trinity ) ; or placebo .	Patients ( celecoxib 400 mg 1 followed by celecoxib 200 mg no sooner than 12 hours after first dose ( day 1 ) , then celecoxib 200 mg q12h as necessary than days 2 and 3 ) ; @DRUG$ sodium 550 mg followed by naproxen sodium 550 @DRUG$ no sooner received 12 hours after first dose ( ) , day , then as sodium and mg q12h naproxen placebo ( days 2 550 3 ) ; or necessary .	Patients received celecoxib mg , followed by celecoxib 200 mg no sooner than 12 hours after first dose ( day 1 , celecoxib 200 mg q12h as necessary ( 2 and ) ; @DRUG$ sodium 550 mg followed by naproxen sodium 550 @DRUG$ no sooner than 12 hours first dose ( day 1 ) , then naproxen sodium 550 mg q12h as necessary ( days 2 and 3 ; or placebo .	Patients received celecoxib 400 mg , followed by celecoxib 200 mg no sooner than 12 hours after first dose ( day 1 ) , then celecoxib 200 mg q12h as necessary ( days 2 and 3 ) ; @DRUG$ sodium 550 mg followed by naproxen sodium 550	1
0	Our data indicate that I/@DRUG$ injury, considered as an inflammatory model, reduces absorption and metabolism processes of @DRUG$.	Our data indicate that I / @DRUG$ injury , considered as an inflammatory theoretical account , reduces assimilation and metabolism processes of @DRUG$ .	Our data metabolism that I / @DRUG$ injury , considered as inflammatory an model , reduces absorption and indicate processes of @DRUG$ .	Our data indicate that I / @DRUG$ injury , considered as an inflammatory model , reduces and metabolism processes of @DRUG$ .	The injury caused by @DRUG$, considered as an inflammatory model, reduces the absorption and metabolism processes of @DRUG$.	0
0	Second-generation antihistamines (e.g. @DRUG$, desloratadine, fexofenadine, @DRUG$ and mizolastine) are recommended first-line treatment for both conditions; however, studies of clinically relevant differences among these agents are lacking.	Second- generation antihistamines ( e.g. @DRUG$ , desloratadine , fexofenadine , @DRUG$ and mizolastine ) are advocate first-line treatment for both weather ; however , studies of clinically relevant differences among these agents are missing .	Second- generation antihistamines ( first-line @DRUG$ , desloratadine , fexofenadine lacking @DRUG$ and mizolastine ) are recommended e.g. treatment for both conditions ; however , studies are clinically relevant differences among these agents of , .	Second- generation antihistamines ( e.g. @DRUG$ , desloratadine , @DRUG$ mizolastine ) are recommended first-line treatment for both conditions ; however studies of clinically relevant among these agents are lacking	Second- generation antihistamines ( e.g. desloratadine , fexofenadine , and mizolastine ) are all recommended first-line treatment for both conditions . However , there is a lack of studies that compare the clinical effects of these agents .	1
0	Administration of fomivirsen with numerous systemically administered antiretrovirals (for example zidovudine and zalcitabine) as well @DRUG$ systemically administered anticytomegalovirus agents such as foscarnet and @DRUG$ has been reported to be well tolerated.	Administration of fomivirsen with legion systemically deal antiretrovirals ( for example zidovudine and dideoxycytosine ) as well @DRUG$ systemically deal anticytomegalovirus agents such as foscarnet and @DRUG$ has been reported to be well tolerated .	Administration of fomivirsen with numerous systemically administered antiretrovirals ( anticytomegalovirus ) zidovudine reported zalcitabine example as well @DRUG$ systemically administered for agents such as foscarnet and @DRUG$ has been and to be well tolerated .	Administration of fomivirsen with numerous administered antiretrovirals ( for example zidovudine and zalcitabine ) as @DRUG$ administered anticytomegalovirus agents such as foscarnet and @DRUG$ been reported to be tolerated .	The administration of fomivirsen (@DRUG$) with numerous systemically administered antiretrovirals (@DRUG$) as well as systemically administered anticytomegalovirus agents (DRUGA) has been reported to be well tolerated.	0
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, chlortetracycline, oxytetracycline and tetracycline), three antiprotozoal agents (@DRUG$, imidocarb and nicarbazin), one glucocorticosteroid (@DRUG$), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	A compendious follows of the Committee 's evaluations of toxicological and balance data on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , vii antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , terramycin and achromycin ) , three antiprotozoal agents ( @DRUG$ , imidocarb and nicarbazin ) , one glucocorticosteroid ( @DRUG$ ) , one production assistance ( recombinant bovine human growth hormone ) and one tranquilizing factor ( azaperone ) .	A summary follows of the Committee 's evaluations of toxicological and aid data on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , , , fenbendazole febantel ) and moxidectin ) , seven antimicrobial agents ( gentamicin oxfendazole procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal agents ( @DRUG$ , nicarbazin and ( ) , one glucocorticosteroid ( @DRUG$ ) , one azaperone imidocarb ( recombinant bovine somatotropins ) and one tranquilizing agent residue production , .	summary follows of the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , , , oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , , and tetracycline ) three @DRUG$ , imidocarb and nicarbazin ) , one glucocorticosteroid ( @DRUG$ ) , one production aid ( recombinant bovine somatotropins ) one tranquilizing agent ( azaperone ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents, seven antimicrobial agents, three antiprotozoal agents, one glucocorticosteroid and one tranquilizing agent. Of these, the Committee found that the toxic	1
0	METHODS: The interactions of a number of oxidising agents (liquid and gaseous H(2)O(2), ClO(2), peracetic acid formulations) with amino acids, proteins (bovine serum albumin and aldolase) and enzymes were investigated by spectrophotometry, @DRUG$-PAGE and @DRUG$ activity measurements.	METHODS : The interactions of a number of oxidising agents ( liquid and gaseous atomic number  ( deuce ) atomic number  ( deuce ) , ClO ( deuce ) , peracetic acid formulations ) with aminic acids , proteins ( bovine serum albumen and aldolase ) and enzymes were investigated by spectrophotometry , @DRUG$ - PAGE and @DRUG$ activity measurements .	METHODS : The interactions of a number of oxidising agents ( liquid and gaseous H ( 2 ) O ( 2 ) , ClO bovine 2 ) , peracetic acid formulations ) ( amino acids measurements proteins with ( serum albumin and aldolase ) and by were activity enzymes spectrophotometry , @DRUG$ - PAGE and @DRUG$ investigated , .	METHODS : The interactions of a number of oxidising agents ( liquid and gaseous H ( 2 ) O 2 , ClO ( ) , peracetic formulations acids , proteins ( bovine serum albumin and aldolase ) and enzymes were investigated by spectrophotometry , @DRUG$ - PAGE and @DRUG$ activity measurements .	Oxidising agents (liquid and gaseous H (2)O (2), ClO (2), peracetic acid formulations) interact with amino acids, proteins (bovine serum albumin and aldolase), and enzymes, and the interactions are investigated by spectrophot	1
0	ABT-089 is @DRUG$ potent and efficacious as (-)-nicotine at evoking @DRUG$ (ACh) release from hippocampal synaptosomes.	ABT -089 is @DRUG$ potent and effectual as ( -) - nicotine at evoking @DRUG$ ( ACh ) release from hippocampal synaptosomes .	ABT -089 is @DRUG$ potent and efficacious as from -) - nicotine at evoking @DRUG$ ( ) ACh release ( hippocampal synaptosomes .	ABT -089 is @DRUG$ potent and efficacious as ( -) - nicotine at evoking @DRUG$ ( ACh ) release from hippocampal synaptosomes .	ABT -089 is a potent and efficacious drug at evoking ACh release from hippocampal synaptosomes.	1
0	Although @DRUG$ and @DRUG$ are not recommended for treating influenza virus infections because of drug resistance problem, these viral M2 ion channel blockers established a proof-of-concept that the endocytosis of virion into host cells can be a valid drug target because M2 protein is involved in the endocytosis process.	Although @DRUG$ and @DRUG$ are not recommended for treating influenza virus infection because of dose resistance problem , these viral M2 ion channel blockers demonstrate a proof-of-concept that the endocytosis of virion into host cells can be a valid dose target because M2 protein is call for in the endocytosis sue .	Although @DRUG$ and @DRUG$ are not recommended viral treating influenza virus infections because of drug for problem ion these resistance M2 , channel blockers established a proof-of-concept that the endocytosis of virion into host be can cells a valid drug target because M2 protein is in involved the endocytosis process .	Although @DRUG$ and @DRUG$ are not for treating influenza virus because of drug resistance problem , these viral M2 established a proof-of-concept that the endocytosis of virion into host cells can be a valid drug target because M2 is involved in the endocytosis process .	Although @DRUG$ and @DRUG$ are not recommended for treating influenza virus infections because of drug resistance problem, these viral M2 ion channel blockers established a proof-of-concept that the endocytosis of virion into host cells can be a valid drug target because M2 protein is involved	0
0	(-)-(1R,2R)-3-(3-dimethylamino-1-ethyl-2-methyl-propyl)-@DRUG$ hydrochloride (tapentadol HCl): a novel mu-opioid receptor agonist/@DRUG$ reuptake inhibitor with broad-spectrum analgesic properties.	( -) -( 1R,2R ) -3-( 3- dimethylamino-1-ethyl-2-methyl-propyl ) -@DRUG$ hydrochloride ( tapentadol HCl ) : a refreshing mu-opioid receptor protagonist / @DRUG$ reuptake inhibitor with broad-spectrum analgesic belongings .	( -) broad-spectrum 1R,2R ) -3-( 3- dimethylamino-1-ethyl-2-methyl-propyl ) -@DRUG$ ( / tapentadol HCl ) : a novel mu-opioid receptor agonist hydrochloride @DRUG$ reuptake inhibitor with -( analgesic properties .	( -) -( 1R,2R ) -3-( 3- dimethylamino-1-ethyl-2-methyl-propyl ) -@DRUG$ hydrochloride ( tapentadol HCl ) a receptor agonist / @DRUG$ reuptake inhibitor with broad-spectrum analgesic properties .	@DRUG$ is a novel mu-opioid receptor agonist that also inhibits the reuptake of @DRUG$. This combination results in broad-spectrum analgesic properties.	0
0	Components of the renin-angiotensin-aldosterone system such @DRUG$ angiotensin II and @DRUG$ are believed to contribute to the development and progression of cardiovascular tissue and organ injuries.	Components of the renin-angiotensin-aldosterone organisation such @DRUG$ angiotensin II and @DRUG$ are believed to contribute to the development and progression of cardiovascular tissue and organ accidental injury .	Components of the renin-angiotensin-aldosterone system such @DRUG$ angiotensin II and @DRUG$ to believed are contribute to the development organ progression of cardiovascular tissue and and injuries .	Components of the renin-angiotensin-aldosterone system such @DRUG$ angiotensin II and @DRUG$ are to contribute to the development and progression cardiovascular tissue and organ injuries .	@DRUG$ and @DRUG$ are believed to contribute to the development and progression of cardiovascular tissue and organ injuries.	0
1	Effects of @DRUG$ on rat bladder primary afferent activity, and comparison with @DRUG$ and acetaminophen.	Effects of @DRUG$ on rat vesica primary afferent activity , and comparison with @DRUG$ and acetaminophen .	Effects of @DRUG$ on rat bladder activity afferent primary , and comparison with @DRUG$ and acetaminophen .	Effects of @DRUG$ on rat bladder afferent activity , and comparison with @DRUG$ and acetaminophen .	The effects of @DRUG$ on rat bladder primary afferent activity are compared to the effects of @DRUG$ and acetaminophen.	0
0	The @DRUG$ group had a significantly lower incidence of venous thromboembolism by day 11 (12.5 percent [45 of 361 patients]) than the enoxaparin group (27.8 percent [101 of 363 patients]; reduction in risk, 55.2 percent; 95 percent confidence interval, 36.2 to 70.2; @DRUG$<0.001).	The @DRUG$ group had a importantly lower incidence of venous thromboembolism by day eleven ( 12.5 percent [ forty five of 361 affected role ] ) than the enoxaparin group ( 27.8 percent [ ci of 363 affected role ] ; reduction in risk , 55.2 percent ; 95 percent confidence interval , 36.2 to 70.2 ; @DRUG$ < 0.001 ) .	12.5 @DRUG$ group had a ] lower incidence of venous thromboembolism by day 11 ( percent The [ 45 [ 361 patients ] ) than the enoxaparin group ( 27.8 percent of of 101 363 patients significantly ; reduction in risk , 55.2 percent ; 95 percent confidence interval , 36.2 to 70.2 ; @DRUG$ < 0.001 ) .	The @DRUG$ group had a significantly lower incidence of venous by day 11 ( 12.5 [ of patients ] ) than the enoxaparin group ( 27.8 percent [ 101 363 patients ; reduction in , 55.2 percent ; 95 percent confidence interval 36.2 to 70.2 ; @DRUG$ < 0.001 ) .	The @DRUG$ group had a significantly lower incidence of venous thromboembolism by day 11 ( 12.5 percent [ 45 of 361 patients ] ) than the enoxaparin group ( 27.8 percent [ 101 of 363 patients ] ; reduction in risk , 55.2	1
0	@DRUG$, neostigmine, and @DRUG$ competed for specific binding sites of [N-methyl-(3)H]scopolamine methyl chloride ([(3)H]NMS ) and [(3)H]oxotremorine-M in the bladder, submaxillary gland and cerebral cortex of rats in a concentration-dependent manner, indicating significant binding activity of muscarinic receptors.	@DRUG$ , neostigmine , and @DRUG$ contend for specific binding ride of [ N-methyl - ( ternion ) H ] scopolamine methyl chloride ( [ ( ternion ) H ] NMS ) and [ ( ternion ) H ] oxotremorine -M in the vesica , submaxillary gland and cerebral cortex of tell on in a concentration - dependent manner , indicating significant binding activity of muscarinic sensory receptor .	@DRUG$ ] neostigmine , and @DRUG$ competed for specific binding sites of [ N-methyl and ( 3 ) H ] scopolamine methyl gland ( [ ( 3 ) H ] NMS ) - [ ( 3 ) H , oxotremorine -M in the bladder , chloride submaxillary and cerebral cortex of rats in a concentration - dependent manner , indicating significant binding activity of muscarinic receptors .	@DRUG$ , neostigmine , and @DRUG$ competed for specific sites of [ N-methyl - 3 ) H ] scopolamine chloride ( [ ( 3 H NMS ) and [ ( 3 ) H ] oxotremorine -M in bladder , submaxillary gland and cerebral cortex of rats a concentration - manner , indicating significant binding activity of muscarinic receptors .	@DRUG$ and @DRUG$ competed for specific binding sites of [ N-methyl - ( 3 ) H ] scopolamine methyl chloride ( [ ( 3 ) H ] NMS ) and [ ( 3 ) H ] oxotremorine -M in the bladder , submaxillary gland	0
0	BACKGROUND: Once-daily (QD) ritonavir 100 mg-boosted fosamprenavir 1400 mg (FPV/r100) or @DRUG$ 300 mg (ATV/r100), plus tenofovir/emtricitabine (TDF/FTC) 300 @DRUG$/200 mg, have not been compared as initial antiretroviral treatment.	BACKGROUND : Once-daily ( QD ) ritonavir one hundred mg-boosted fosamprenavir 1400 mg ( FPV / r100 ) or @DRUG$ three hundred mg ( ATV / r100 ) , summation tenofovir / emtricitabine ( TDF / federal trade commission ) three hundred @DRUG$ / 200 mg , have not been compared as initial antiretroviral intervention .	BACKGROUND : Once-daily ( QD ) ritonavir 100 mg-boosted fosamprenavir 1400 mg antiretroviral FPV / ) / or @DRUG$ 300 mg ( been ATV r100 r100 , plus tenofovir / emtricitabine ( TDF ) FTC ) 300 @DRUG$ / 200 mg , have not / compared as initial ( treatment .	BACKGROUND : Once-daily ( QD ) ritonavir 100 mg-boosted fosamprenavir 1400 mg ( FPV / r100 or @DRUG$ 300 mg ( ATV / r100 ) , plus tenofovir TDF / FTC ) @DRUG$ / 200 mg , have not been compared as initial antiretroviral treatment .	BACKGROUND : @DRUG$ and @DRUG$ have not been compared as initial antiretroviral treatment .	0
0	Safinamide is an investigational drug for PD currently in development @DRUG$ add-on therapy to both @DRUG$ agonists and levodopa.	Safinamide is an investigational dose for PD currently in development @DRUG$ add - on therapy to both @DRUG$ agonists and larodopa .	development is PD investigational drug for an currently in Safinamide @DRUG$ add - on therapy to both @DRUG$ agonists and levodopa .	Safinamide is investigational drug for PD currently in development @DRUG$ add - on therapy to both @DRUG$ agonists and levodopa .	@DRUG$ is an investigational drug for PD currently in development. DRUGA is an add-on therapy to both @DRUG$ agonists and levodopa.	0
0	The 1- and 2-@DRUG$ @DRUG$ tablets showed proportional bioavailability.	The 1 - and 2 - @DRUG$ @DRUG$ tablets showed relative bioavailability .	The 1 - and 2 - @DRUG$ @DRUG$ tablets proportional showed bioavailability .	1 - and @DRUG$ @DRUG$ tablets showed proportional bioavailability .	The amount of @DRUG$ that is absorbed into the bloodstream is proportional to the amount of @DRUG$ that is taken.	0
0	CONCLUSIONS: At the doses studied, PLZ was @DRUG$ effective as VIG at elevating brain GABA levels, but, unlike @DRUG$, also inhibited MAO and ALA-T (and increased brain ALA levels).	finale : At the doses studied , PLZ was @DRUG$ effective as VIG at elevating brain GABA tear down , but , unlike @DRUG$ , likewise inhibited MAO and ALA -T ( and increased brain ALA tear down ) .	PLZ : At the doses studied , CONCLUSIONS was @DRUG$ effective as VIG and elevating brain GABA levels , but , unlike @DRUG$ brain also inhibited MAO and ALA -T ( at increased , ALA levels ) .	CONCLUSIONS : At the studied , was @DRUG$ effective as VIG elevating brain GABA levels , but , unlike @DRUG$ , also inhibited MAO and ALA -T ( increased brain ALA levels ) .	PLZ was effective as VIG at elevating brain GABA levels, but, unlike @DRUG$, also inhibited MAO and ALA-T (and increased brain ALA levels).	1
0	RESULTS: Plasma @DRUG$ peaked at 1.9 microg/ml (9 micromol/@DRUG$) about 3 hours after drug administration, followed by a monoexponential decline with a half-time of 2-3 hours in both patient groups.	RESULTS : Plasma @DRUG$ peaked at 1.9 microg / ml ( 9 micromol / @DRUG$ ) about 3 hours after do drugs administration , followed by a monoexponential diminution with a one half - time of 2 - 3 hours in both patient radical .	RESULTS : of @DRUG$ peaked at 9 microg / ml ( 1.9 micromol / @DRUG$ ) about with hours after drug administration , followed by a monoexponential decline 3 a half Plasma time - 2 - 3 hours in both patient groups .	RESULTS : Plasma @DRUG$ peaked at microg / ml ( 9 micromol / @DRUG$ ) about 3 hours drug administration , followed by monoexponential decline with a half - time 2 - hours in both patient groups .	Plasma @DRUG$ peaked at 1.9 microg / ml ( 9 micromol / @DRUG$ ) about 3 hours after drug administration , followed by a monoexponential decline with a half - time of 2 - 3 hours in both patient groups .	0
0	OBJECTIVES: The main aim of this study was to determine the pharmacokinetic parameters of @DRUG$, betamethasone acetate, and betamethasone @DRUG$ after the administration of a single intramuscular dose of the dual-acting suspension to healthy human volunteers.	object glass : The briny aim of this study was to fix the pharmacokinetic parameters of @DRUG$ , betamethasone acetate , and betamethasone @DRUG$ after the administration of a single intramuscular dose of the dual-acting suspension to tidy human volunteers .	OBJECTIVES : The main aim of betamethasone study was of determine the pharmacokinetic parameters of @DRUG$ , this acetate , volunteers betamethasone @DRUG$ after administration the to a single intramuscular dose of the dual-acting suspension to healthy human and .	OBJECTIVES : The main aim of this study was to determine pharmacokinetic parameters of @DRUG$ , betamethasone acetate , and betamethasone @DRUG$ after the of a single intramuscular dose of the dual-acting suspension to healthy human volunteers .	The study was conducted to determine how the body absorbs and processes @DRUG$ and @DRUG$ after a single dose is administered.	0
0	Within the first 100 days after transplantation, the incidence of CMV infection based on CMV pp65 antigenemia was lower in each of the respective @DRUG$ groups (15%, P = .046; 19%, @DRUG$ = .116; 15%, P = .053) compared with placebo (39%).	Within the for the first time  years after transplantation , the relative incidence of CMV infection based on CMV pp65 antigenemia was lower in each of the several @DRUG$ groups ( 15 % , P = .046 ; 19 % , @DRUG$ = .116 ; 15 % , P = .053 ) compared with placebo ( 39 % ) .	.116 the first 100 days after transplantation , the CMV of CMV respective ( on compared pp65 antigenemia was lower in each of the infection @DRUG$ groups based 15 % , P = .046 ; 19 % , @DRUG$ = Within ; 15 % , P = .053 ) incidence with placebo ( 39 % ) .	the first 100 days transplantation , the incidence of CMV infection based on CMV pp65 antigenemia was lower in each of the respective @DRUG$ groups ( 15 % , P = .046 ; 19 , @DRUG$ = .116 ; 15 % , P = .053 ) compared with placebo ( 39 % ) .	The incidence of CMV infection was lower in each of the respective @DRUG$ groups ( 15 % , P = .046 ; 19 % , @DRUG$ = .116 ; 15 % , P = .053 ) compared with placebo ( 39 % ) .	0
0	In the first-in-human, single-dose study, 18 participants received placebo or TMC310911 (75-2000 mg) in the double-blind phase and 8 participants received 300 or 600 mg of TMC310911 [administered alone or with 100 @DRUG$ @DRUG$ twice daily (bid)] in the subsequent open-label phase.	In the first-in- human being , single - dose study , 18 player received placebo or TMC310911 ( 75-2000 mg ) in the double - unsighted phase and 8 player received 300 or 600 mg of TMC310911 [ administered entirely or with 100 @DRUG$ @DRUG$ twice day by day ( bid ) ] in the subsequent open- label phase .	In the first-in- human , single - dose study , 18 participants received placebo or TMC310911 ( 75-2000 mg ) 600 the double in blind phase and 8 participants received ) or in label of TMC310911 [ administered alone or with 100 @DRUG$ @DRUG$ twice ( daily bid 300 ] - the subsequent open- mg phase .	In the first-in- human , single - dose study , 18 participants placebo or TMC310911 ( mg ) in the double - blind phase and 8 participants received 300 mg of TMC310911 [ alone or with 100 @DRUG$ @DRUG$ twice daily ( bid ) ] in the subsequent open- label phase .	In the first-in- human , single - dose study , 18 participants received placebo or TMC310911 ( 75-2000 mg ) in the double - blind phase and 8 participants received 300 or 600 mg of TMC310911 [ administered alone or with 100 @DRUG$ DRU	1
0	The preparation contained paracetamol (@DRUG$) 500 mg, codeine @DRUG$ 8 mg, buclizine hydrochloride 6.25 mg and dioctyl sodium sulphosuccinate 10 mg.	The preparation hold paracetamol ( @DRUG$ ) 500 mg , codeine @DRUG$ 8 mg , buclizine hydrochloride 6.25 mg and dioctyl na sulphosuccinate 10 mg .	The preparation contained paracetamol 6.25 @DRUG$ dioctyl 500 mg , codeine @DRUG$ 8 mg , buclizine hydrochloride ( mg and ) sodium sulphosuccinate 10 mg .	The preparation contained paracetamol ( @DRUG$ ) 500 mg , codeine @DRUG$ 8 mg , buclizine hydrochloride mg and dioctyl sodium sulphosuccinate 10 mg .	@DRUG$ contains 500 mg of paracetamol, while @DRUG$ contains 8 mg of codeine. Additionally, DRUGA contains 6.25 mg of buclizine hydrochloride and 10 mg of dioctyl sodium sulphosuccinate.	0
0	Two studies compared the supplementation of fat-soluble as well @DRUG$ @DRUG$-soluble formulations to no supplementation in different arms of the same study.	Two subject compared the subjunction of fat-soluble as well @DRUG$ @DRUG$ - soluble formulations to no subjunction in different arms of the same study .	to in compared the supplementation of fat-soluble as well @DRUG$ @DRUG$ - soluble formulations Two no supplementation studies different arms of the same study .	Two studies compared the supplementation of as well @DRUG$ @DRUG$ - soluble formulations to no supplementation different arms of the same study .	Two studies compared the supplementation of fat-soluble as well as soluble formulations to no supplementation in different arms of the same study.	1
0	Indeed, whereas the recommended therapeutic plasma zonisamide concentration is 20 mg/@DRUG$, clinical investigations have associated adverse events with plasma @DRUG$ concentrations of > 30 mg/L, suggesting the usefulness of therapeutic drug monitoring.	Indeed , whereas the commend therapeutic plasma zonisamide concentration is  mg / @DRUG$ , clinical investigation have associated adverse events with plasma @DRUG$ concentrations of > 30 mg / lambert , suggesting the usefulness of therapeutic drug monitoring .	investigations , whereas the recommended therapeutic plasma zonisamide concentration is 20 mg / @DRUG$ , > Indeed have associated adverse events with clinical @DRUG$ concentrations of of 30 mg / L , suggesting the usefulness plasma therapeutic drug monitoring .	Indeed , whereas recommended therapeutic plasma zonisamide concentration is 20 mg / @DRUG$ , clinical investigations have associated adverse events with plasma @DRUG$ concentrations of > 30 mg / L , suggesting the usefulness of therapeutic drug monitoring .	Zonisamide is a drug used to treat seizures. Clinical investigations have associated adverse events with plasma zonisamide concentrations of > 30 mg / L, suggesting the usefulness of therapeutic drug monitoring.	1
1	@DRUG$ (50 mg) completely abolished GH peaks in two of four subjects, whereas chlorpromazine (30 @DRUG$), phenobarbital (97 mg), diphenylhydantoin (90 mg), chlordiazepoxide (20 mg), and isocarboxazid (30 mg) did not inhibit GH peaks.	@DRUG$ ( 50 milligram ) whole abolished GH peaks in two of four subjects , whereas chlorpromazine ( 30 @DRUG$ ) , phenobarbitone ( 97 milligram ) , dilantin ( 90 milligram ) , librium ( 20 milligram ) , and isocarboxazid ( 30 milligram ) did not inhibit GH peaks .	@DRUG$ ( 50 mg ) completely abolished GH peaks in two not 30 subjects , whereas chlorpromazine of four @DRUG$ ) , phenobarbital ( 97 mg ) , isocarboxazid ( 90 mg ) , chlordiazepoxide ( 20 mg ) , and diphenylhydantoin ( 30 peaks ) did ( inhibit GH mg .	@DRUG$ ( mg ) completely abolished GH peaks in of four , whereas chlorpromazine ( 30 @DRUG$ ) , phenobarbital 97 mg ) , diphenylhydantoin ( 90 mg ) , chlordiazepoxide ( 20 mg ) , and isocarboxazid ( 30 mg ) did not inhibit GH peaks .	@DRUG$ ( 50 mg ) completely abolished GH peaks in two of four subjects , whereas chlorpromazine ( 30 mg ) , phenobarbital ( 97 mg ) , diphenylhydantoin ( 90 mg ) , chlordiazepoxide ( 20 mg ) , and isocarbox	1
0	The photolytic decomposition of the insecticide imidacloprid (1) in HPLC grade water and of @DRUG$ @DRUG$ the formulated product Confidor insecticide in tap water was studied using HPLC methodology.	The photolytic chemical decomposition reaction of the insecticide imidacloprid ( 1 ) in HPLC mark water and of @DRUG$ @DRUG$ the formulated product Confidor insecticide in tap water was analyse using HPLC methodology .	) photolytic decomposition of the insecticide imidacloprid ( 1 Confidor formulated HPLC grade water and of @DRUG$ @DRUG$ the in product The insecticide in tap water was studied using HPLC methodology .	The photolytic decomposition the insecticide imidacloprid ( 1 ) in grade water and of @DRUG$ @DRUG$ the product Confidor in water was studied HPLC methodology .	The photolytic decomposition of the insecticide imidacloprid ( 1 ) in HPLC grade water and of the formulated product Confidor insecticide in tap water was studied using HPLC methodology .	1
0	@DRUG$ with other SERMs, @DRUG$ diverts the receptor from its agonist-bound conformation by displacing the C-terminal AF-2 helix into the site at which the LXXLL motif of coactivator proteins would otherwise be able to bind.	@DRUG$ with other SERMs , @DRUG$ diverts the receptor from its agonist-bound form by displacing the C-terminal AF - 2 helix into the site at which the LXXLL motif of coactivator protein would otherwise be able to obligate .	@DRUG$ with other SERMs motif @DRUG$ diverts the receptor from its proteins conformation by displacing to C-terminal AF - 2 helix into the site at which the LXXLL , of coactivator agonist-bound would otherwise be able the bind .	@DRUG$ with other SERMs , @DRUG$ diverts the receptor from its conformation by displacing the AF - 2 helix into the site at which the LXXLL motif of coactivator proteins would otherwise be to bind .	@DRUG$ binds to the receptor and blocks the action of @DRUG$, which would normally activate the receptor.	0
0	In vitro affinity for vascular 5HT2 and alpha receptors was determined for several compounds (spiperone, ketanserin, mianserin, trazodone, @DRUG$, benzoctamine, m-trifluoro-methylphenylpiperazine, m-chlorophenylpiperazine, and 1-(1-naphthyl)@DRUG$) known to interact with serotonin receptors.	hoosier state vitro chemical attraction for vascular 5HT2 and alpha sensory receptor was determined for various compounds ( spiperone , ketanserin , mianserin , trazodone , @DRUG$ , benzoctamine , m-trifluoro - methylphenylpiperazine , m-chlorophenylpiperazine , and 1 - ( 1 - naphthyl ) @DRUG$ ) known to interact with  hydroxytryptamine sensory receptor .	In vitro affinity for vascular 5HT2 determined alpha receptors was and for several compounds m-trifluoro spiperone , ketanserin , mianserin , trazodone , @DRUG$ , benzoctamine , ( - - , m-chlorophenylpiperazine ) and 1 methylphenylpiperazine ( 1 - naphthyl ) @DRUG$ , known to with interact serotonin receptors .	In vitro for 5HT2 and alpha receptors was determined for several compounds ( spiperone , ketanserin , , trazodone , @DRUG$ , benzoctamine , m-trifluoro - methylphenylpiperazine , m-chlorophenylpiperazine and 1 - 1 - naphthyl ) @DRUG$ known to interact with receptors .	The affinity of @DRUG$ for vascular 5HT2 and alpha receptors was determined to be greater than the affinity of @DRUG$ for these receptors.	0
0	It was found to be significantly superior to placebo, faster acting than astemizole and @DRUG$ effective as usual dosages of terfenadine, clemastine, mequitazine and @DRUG$ in eliciting relief of symptoms.	It was line up to be significantly superscript to placebo , faster acting than astemizole and @DRUG$ effective as usual dosages of terfenadine , clemastine , mequitazine and @DRUG$ in evoke relief of symptoms .	It was found to be significantly superior to placebo , of acting than astemizole and @DRUG$ effective as usual dosages and terfenadine , clemastine , mequitazine of @DRUG$ in eliciting relief faster symptoms .	It was found to be significantly superior placebo , faster acting than astemizole and @DRUG$ effective as dosages of terfenadine , clemastine and @DRUG$ in eliciting of symptoms .	@DRUG$ is significantly superior to placebo in relieving symptoms, faster acting than astemizole, and just as effective as usual dosages of terfenadine, clemastine, mequitazine, and @DRUG$.	0
0	The Ca2+ channel blocker of N-type (omega-conotoxin GVIA, 0.1-3 microg), but not of @DRUG$/Q-type (omega-agatoxin IVA), L-type (verapamil, @DRUG$ or nimodipine), or T-type (mibefradil), attenuated the incision-induced allodynia, as did gabapentin.	The Ca2 + conduct blocker of N-type ( omega-conotoxin GVIA , 0.1-3 microg ) , but not of @DRUG$ / Q-type ( omega-agatoxin IVA ) , L-type ( verapamil , @DRUG$ or nimodipine ) , or T-type ( mibefradil ) , weakened the prick - hasten allodynia , as did neurontin .	The Ca2 + channel , of N-type attenuated omega-conotoxin GVIA , 0.1-3 microg allodynia not but , of @DRUG$ / Q-type ( omega-agatoxin IVA ) , L-type ( verapamil blocker @DRUG$ or nimodipine ) , or mibefradil ( T-type ) , ( the incision - induced ) , as did gabapentin .	The + channel blocker of N-type omega-conotoxin GVIA , 0.1-3 microg ) , but of @DRUG$ / Q-type ( IVA ) L-type verapamil , @DRUG$ or nimodipine ) , or T-type ( mibefradil ) attenuated the incision - induced allodynia , as did gabapentin .	The Ca2 + channel blocker of N-type ( omega-conotoxin GVIA ) , but not of @DRUG$ / Q-type ( omega-agatoxin IVA ) , L-type ( verapamil , @DRUG$ or nimodipine )	0
0	Patients received either @DRUG$ (5.0, 7.5, or 10.0 @DRUG$ in patients weighing less than 50, 50 to 100, or more than 100 kg, respectively) subcutaneously once daily or a continuous intravenous infusion of unfractionated heparin (ratio of the activated partial-thromboplastin time to a control value, 1.5 to 2.5), both given for at least five days and until the use of vitamin K antagonists resulted in an international normalized ratio above 2.0.	affected role find either @DRUG$ ( 5.0 , 7.5 , or 10.0 @DRUG$ in patients advisement lupus erythematosus than 50 , 50 to 100 , or more than 100 kg , respectively ) subcutaneously once daily or a continuous endovenous infusion of unfractionated heparin ( proportion of the activated partial - factor iii time to a control value , 1.5 to 2.5 ) , both given for at least five days and until the use of vitamin K antagonists resulted in an international normalize proportion above 2.0 .	Patients received either @DRUG$ ) 5.0 , 7.5 , or , @DRUG$ respectively patients weighing ( than 50 , 50 to 100 , or more than 100 kg 10.0 in ) 1.5 once to use a continuous intravenous infusion of above heparin ( ratio of the activated partial - thromboplastin time daily a control value , subcutaneously to 2.5 less , both given for at least five days and until the or of vitamin K antagonists resulted in an international normalized ratio unfractionated 2.0 .	Patients received either @DRUG$ ( 5.0 , 7.5 , or 10.0 @DRUG$ in patients weighing less than 50 , 50 to 100 or more than 100 kg , respectively ) subcutaneously once daily or a continuous intravenous infusion of unfractionated heparin ( ratio of the activated partial - time to a control value , 1.5 to 2.5 ) , both given for at least five days and the of vitamin K resulted in an international normalized ratio above 2.0 .	Patients received either @DRUG$ ( 5.0 , 7.5 , or 10.0 @DRUG$ in patients weighing less than 50 , 50 to 100 , or more than 100 kg , respectively ) subcutaneously once daily or a continuous intravenous infusion of unfractionated heparin	0
0	In hearts perfused with 5 mmol/@DRUG$ @DRUG$ and 0.4 mmol/L palmitate, trimetazidine decreased the rate of palmitate oxidation from 488+/-24 to 408+/-15 nmol x g dry weight(-1) x minute(-1) (P<0.05), whereas it increased rates of glucose oxidation from 1889+/-119 to 2378+/-166 nmol x g dry weight(-1) x minute(-1) (P<0.05).	In hearts perfused with little phoebe mmol / @DRUG$ @DRUG$ and 0.4 mmol / L palmitate , trimetazidine decreased the grade of palmitate oxidisation from 488 + / - 24 to 408 + / -15 nmol ten g teetotal slant ( - unity ) ten minute ( - unity ) ( P< 0.05 ) , whereas it increase rates of glucose oxidisation from 1889 + /-119 to 2378 + / -166 nmol ten g teetotal slant ( - unity ) ten minute ( - unity ) ( P<0.05 ) .	In hearts perfused with 5 mmol it @DRUG$ @DRUG$ and 0.4 mmol / L palmitate , trimetazidine decreased the nmol P<0.05 palmitate oxidation x 488 + / 0.05 24 to 408 + / rate nmol x g dry weight ( - 1 ) 2378 minute ( - 1 ) ( P< - ) , whereas / increased rates of glucose oxidation from 1889 + /-119 to from + / ( -15 x g dry weight -166 - 1 ) x minute ( - 1 ) ( of ) .	In hearts perfused with 5 / @DRUG$ @DRUG$ and 0.4 mmol / L palmitate , trimetazidine the rate of palmitate from / - 24 to 408 + / -15 nmol x g dry weight - ) x minute ( - 1 ) ( P< ) , whereas it increased rates of glucose from 1889 + / -166 nmol x g dry ( - 1 ) x minute ( - 1 ) ( P<0.05 ) .	@DRUG$ inhibits the oxidation of palmitate, while promoting the oxidation of glucose.	1
0	However, when RIFLE-@DRUG$ urine output based outcomes were excluded @DRUG$ per study protocol, the direction of AKI risk again favoured the other fluid type, with a non-significant RR of AKI in HES treated patients (RR 1.05, 95% CI 0.97 to 1.14; 8445 patients).	However , when pillage - @DRUG$ urine outturn based outcomes were excluded @DRUG$ per study protocol , the direction of AKI risk again favoured the other fluid type , with a non-significant RR of AKI in he process patients ( RR 1.05 , 95 % hundred and one 0.97 to 1.14 ; 8445 patients ) .	1.14 , when RIFLE - @DRUG$ urine output based outcomes were excluded @DRUG$ per study protocol 8445 the direction of AKI risk again favoured the other fluid type , with RR non-significant However of AKI in HES patients patients ( RR 1.05 , 95 % CI 0.97 to a ; , treated ) .	However , when RIFLE - @DRUG$ urine output based outcomes were excluded @DRUG$ protocol , the direction AKI risk again favoured the other fluid type , with a non-significant RR of AKI in HES treated patients ( , 95 % CI 0.97 to 1.14 ; 8445 patients ) .	However, when RIFLE-@DRUG$ urine output based outcomes were excluded @DRUG$ per study protocol, the direction of AKI risk again favoured the other fluid type, with a non-significant RR of AKI in HES treated patients (RR 1.05, 95% CI 0	0
0	Betaxolol and @DRUG$ are two beta-adrenergic blocking agents being marketed @DRUG$ ophthalmic solutions for treatment of primary open-angle glaucoma (POAG) and ocular hypertension (OHT).	Betaxolol and @DRUG$ are two beta-adrenergic stymie agents being marketed @DRUG$ ophthalmic solutions for treatment of primary winding open-angle glaucoma ( POAG ) and ocular hypertension ( OHT ) .	Betaxolol and @DRUG$ are two beta-adrenergic blocking agents ( marketed @DRUG$ glaucoma solutions for treatment of primary open-angle ophthalmic being POAG ) and ocular hypertension ( OHT ) .	Betaxolol and @DRUG$ are two beta-adrenergic blocking agents being marketed @DRUG$ solutions for treatment of open-angle glaucoma ( POAG ) and ocular hypertension ( )	Betaxolol and @DRUG$ are two beta-adrenergic blocking agents being marketed as ophthalmic solutions for the treatment of primary open-angle glaucoma and ocular hypertension.	1
0	PURPOSE: The objective of this study was to determine how a novel hydrophilic phytostanol (@DRUG$) affects the cellular accumulation of [3H]@DRUG$ in human colon carcinoma (Caco-2) cell monolayers grown in Transwell chambers.	design : The objective of this analyze was to find how a novel hydrophilic phytostanol ( @DRUG$ ) affects the cellular accumulation of [ 3H ] @DRUG$ in human colon carcinoma ( Caco - two ) cell monolayers grown in Transwell chambers .	in : The a of human study was to determine how objective novel hydrophilic phytostanol ( @DRUG$ ) affects the cellular accumulation ) [ 3H ] @DRUG$ PURPOSE this colon carcinoma ( Caco - 2 of cell monolayers grown in Transwell chambers .	PURPOSE : The objective this study was to determine how a novel hydrophilic phytostanol ( @DRUG$ ) affects the cellular accumulation of [ 3H ] @DRUG$ in human colon carcinoma ( Caco - 2 monolayers grown in Transwell .	The study found that @DRUG$ increased the cellular accumulation of @DRUG$ in human colon carcinoma cells.	0
1	Based on previous studies with risperidone, clozapine and @DRUG$ we tend to attribute this global interaction with the opioid system to amisulpride's action at the @DRUG$ D2 receptor sites.	Based on former studies with risperidone , clozapine and @DRUG$ we tend to attribute this spheric fundamental interaction with the opioid system to amisulpride 's action at the @DRUG$ D2 receptor sites .	Based on previous studies with risperidone , receptor and @DRUG$ we tend to attribute this global interaction with the 's system to amisulpride opioid action at the @DRUG$ clozapine D2 sites .	Based on previous studies with risperidone clozapine @DRUG$ we tend to attribute global interaction the opioid system to amisulpride 's action at the @DRUG$ D2 receptor sites .	We believe that @DRUG$'s effects on the opioid system are due to its action at the @DRUG$ D2 receptor sites.	0
0	FINDINGS: Functional success at 3 months did not differ between patients given @DRUG$ (42%) and those given placebo (42%) (@DRUG$=0.94, OR=0.99, 95% CI, 0.76-1.29).	FINDINGS : Functional success at 3 calendar month did not differ between patients apt @DRUG$ ( 42 % ) and those apt placebo ( 42 % ) ( @DRUG$=0.94 , OR=0.99 , 95 % one hundred one , 0.76-1.29 ) .	FINDINGS : Functional success at 3 months did @DRUG$=0.94 differ between , given @DRUG$ ( 42 % , and those given placebo ( 42 % ) ( not ) OR=0.99 patients 95 % CI , 0.76-1.29 ) .	FINDINGS : Functional success 3 did not differ between patients given @DRUG$ ( 42 % ) and those given placebo ( 42 % ) ( @DRUG$=0.94 , OR=0.99 , 95 % CI , 0.76-1.29 ) .	There was no statistically significant difference between the success rates of patients given @DRUG$ and those given placebo.	1
0	D-AMT was not toxic at the maximal dose tested (82.5 mg/kg), which was 100-fold larger than the maximal nonlethal L-@DRUG$ dose (0.8 @DRUG$/kg).	D- AMT was not toxic at the maximum dose tested ( 82.5 mg / kg ) , which was 100 - congregation orotund than the maximum nonlethal L-@DRUG$ dose ( 0.8 @DRUG$ / kg ) .	D- AMT was not toxic at the maximal dose tested ( 82.5 mg / kg which , ) was ) - fold larger than the maximal nonlethal L-@DRUG$ kg ( 0.8 @DRUG$ / dose 100 .	D- AMT was not toxic at the maximal dose tested ( 82.5 mg / kg ) , which was 100 - fold larger than the maximal nonlethal L-@DRUG$ dose ( 0.8 @DRUG$ / kg ) .	D- AMT was not toxic at the maximal dose tested ( 82.5 mg / kg ) , which was 100 - fold larger than the maximal nonlethal L-@DRUG$ dose ( 0.8 @DRUG$ / kg ) ."This means that the D- form of the	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, @DRUG$, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, @DRUG$, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method acting grant the detection of therapeutic concentrations of acemetacin , datril ( paracetamol ) , acetylsalicylic window pane , diclofenac , dolobid , lodine , fenbufen , fenoprofen , flufenamic window pane , @DRUG$ , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic window pane , @DRUG$ , mofebutazone , naproxen , niflumic window pane , phenylbutazone , suxibuzone , tiaprofenic window pane , tolfenamic window pane , and tolmetin in water samples .	This method niflumic the detection acid therapeutic concentrations of acemetacin , acetaminophen ( phenylbutazone ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , @DRUG$ , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone tiaprofenic naproxen , allowed acid , paracetamol , suxibuzone , , acid , tolfenamic of , and tolmetin in urine samples .	This method allowed detection of concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , @DRUG$ ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone , naproxen niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	@DRUG$, a new potent, orally active dual antagonist of @DRUG$ and platelet-activating factor (PAF).	@DRUG$ , a new powerful , orally active dual antagonist of @DRUG$ and platelet - activate factor ( PAF ) .	@DRUG$ , a new potent , active orally PAF antagonist of @DRUG$ and platelet - activating factor ( dual ) .	@DRUG$ , a new potent , orally active dual antagonist of @DRUG$ and - activating factor ( PAF ) .	@DRUG$ is a new drug that is both potent and orally active. It also dual antagonizes @DRUG$ and platelet-activating factor (PAF).	0
0	The parameters of interest: clearance (Cl), volume of distribution at steady state (Vss) and elimination half-life were correlated across nine mammal species, including cattle, dog, rat, @DRUG$, goat, camel, horse, cat and sheep @DRUG$ a function of W using the conventional allometric equation Y = aW(b), where Y is the pharmacokinetic parameter, W is the body weight, a is the allometric coefficient (intercept) and b is the exponent that describes the relationship between the pharmacokinetic parameter and W.	The parameters of interest : headroom ( one hundred fifty ) , volume of distribution at steady united states department of state ( five ) and elimination half - life story were correlated across nine mammalian metal money , including cattle , dog , rat , @DRUG$ , caprine animal , camel , buck , cat and sheep @DRUG$ a function of W exploitation the conventional allometric equation Y = aW ( b ) , where Y is the pharmacokinetic parameter , W is the body weight , a is the allometric coefficient ( intercept ) and b is the exponent that describes the relationship between the pharmacokinetic parameter and W .	The parameters of interest : clearance ( Cl aW , volume of distribution at steady state ( Vss ) and elimination half - rat a were and nine mammal species , including cattle , dog the life , @DRUG$ , goat allometric camel , horse sheep cat and , @DRUG$ correlated function of W using the conventional allometric equation Y = ) ( b ) , where , is the pharmacokinetic parameter , W is the W weight , a is , Y coefficient ( intercept ) across b is the exponent that describes the relationship between the pharmacokinetic parameter and body .	The parameters of interest : clearance ( Cl ) , volume of distribution at steady state ( Vss ) and elimination half - life were correlated across nine mammal species , including cattle , dog , rat , @DRUG$ , goat , camel , horse , cat and sheep @DRUG$ a function of W using the conventional allometric equation Y = aW ( b ) , where Y is the pharmacokinetic parameter , W is the body weight , is allometric coefficient ( intercept ) and b is the exponent that describes the relationship between the pharmacokinetic parameter and W .	The pharmacokinetic parameter ( Y ) is a function of the body weight ( W ) using the allometric equation Y = aW ( b ) , where a is the allometric coefficient ( intercept ) and b is the exponent that describes the relationship between the pharmacokinetic parameter and W .	1
1	Furthermore, we reported that phencyclidine (PCP)-induced cognitive deficits in mice were significantly improved by subsequent subchronic administration of @DRUG$, but not sertraline and paroxetine, and that the effect of fluvoxamine on @DRUG$-induced cognitive deficits was antagonized by co-administration of NE-100.	Furthermore , we report that pcp ( health professional ) - induced cognitive deficits in mice were importantly improved by subsequent subchronic administration of @DRUG$ , but not sertraline and paroxetine , and that the effect of fluvoxamine on @DRUG$ - induced cognitive deficits was antagonized by co-administration of NE - one hundred .	Furthermore not we reported that phencyclidine ( PCP ) - induced cognitive deficits in mice were significantly improved by , subchronic administration of @DRUG$ subsequent but , sertraline and paroxetine , the that and effect of - cognitive @DRUG$ - induced on deficits was antagonized by co-administration of NE fluvoxamine 100 .	Furthermore , we reported phencyclidine ( PCP ) - induced cognitive deficits mice were significantly improved by subsequent subchronic administration of @DRUG$ , sertraline and paroxetine , and that the effect of fluvoxamine on @DRUG$ induced cognitive deficits was antagonized by co-administration NE - 100 .	PCP-induced cognitive deficits were significantly improved by subsequent subchronic administration of @DRUG$, but not sertraline and paroxetine, and that the effect of fluvoxamine on @DRUG$-induced cognitive deficits was antagonized by co-administration of NE-	0
0	CONCLUSION: PDE4 inhibition by @DRUG$ treatment for 4 weeks reduced the number of neutrophils and eosinophils, @DRUG$ well as soluble markers of neutrophilic and eosinophilic inflammatory activity in induced sputum samples of patients with COPD.	CONCLUSION : PDE4 inhibition by @DRUG$ treatment for 4 week reduced the number of neutrophils and eosinophils , @DRUG$ well as soluble markers of neutrophilic and eosinophilic inflammatory activeness in induced sputum samples of affected role with COPD .	CONCLUSION : PDE4 inhibition 4 @DRUG$ treatment for well weeks reduced the number sputum neutrophils and eosinophils , @DRUG$ by as soluble markers of neutrophilic and eosinophilic inflammatory activity in induced of samples of patients with COPD .	CONCLUSION : PDE4 inhibition by @DRUG$ treatment for 4 weeks reduced the number of neutrophils and eosinophils , @DRUG$ well soluble markers of neutrophilic and eosinophilic inflammatory activity induced sputum samples patients with COPD .	@DRUG$ treatment for 4 weeks reduced the number of neutrophils and eosinophils in induced sputum samples of patients with COPD.	1
0	The agent (@DRUG$, bolus infusion of 4 @DRUG$/kg followed by infusion of 4 mg/kg/h over 72 h) or vehicle was administered i.v. starting at either 30 min or 3 h after trauma.	The agent ( @DRUG$ , bolus infusion of 4 @DRUG$ / kilogram followed by infusion of 4 mg / kilogram / h over seventy two h ) or vehicle was administered i.v. starting at either  hokkianese or 3 h after trauma .	The agent ( @DRUG$ , bolus infusion of 4 @DRUG$ / kg followed by infusion of 4 mg / ) / h over 72 h administered or vehicle was kg i.v. starting or min 30 either at 3 h after trauma .	The agent @DRUG$ bolus infusion of 4 @DRUG$ / kg followed by infusion of 4 mg / kg / h over 72 h ) vehicle was administered i.v. starting at either min or 3 h after trauma .	The agent ( @DRUG$ ) or vehicle was administered i.v. starting at either 30 min or 3 h after trauma .	1
0	Final report on the safety assessment of aluminum silicate, calcium silicate, magnesium aluminum silicate, magnesium silicate, magnesium trisilicate, sodium @DRUG$, zirconium silicate, attapulgite, bentonite, Fuller's earth, hectorite, kaolin, lithium magnesium silicate, lithium @DRUG$ sodium silicate, montmorillonite, pyrophyllite, and zeolite.	Final theme on the safety judgment of aluminum silicate , ca silicate , mg aluminum silicate , mg silicate , mg trisilicate , sodium @DRUG$ , zirconium silicate , attapulgite , bentonite , Fuller 's earth , hectorite , kaolin , li mg silicate , li @DRUG$ sodium silicate , montmorillonite , pyrophyllite , and zeolite .	Final report on the , assessment of aluminum silicate , calcium , safety magnesium aluminum silicate , magnesium silicate , pyrophyllite trisilicate , sodium @DRUG$ attapulgite zirconium silicate , , , bentonite , Fuller 's earth , hectorite , kaolin , lithium magnesium silicate silicate lithium @DRUG$ sodium silicate , montmorillonite , magnesium , and zeolite .	Final report the safety assessment of aluminum silicate silicate magnesium aluminum silicate magnesium silicate , , sodium @DRUG$ , zirconium silicate , , bentonite , Fuller earth , , kaolin , lithium magnesium silicate , lithium @DRUG$ sodium silicate , montmorillonite pyrophyllite , and zeolite .	Aluminum silicate, calcium silicate, magnesium aluminum silicate, magnesium silicate, magnesium trisilicate, sodium @DRUG$, zirconium silicate, attapulgite, bentonite, Fuller's earth, hectorite, kaolin, lithium magnesium silicate	1
0	The study does not confirm the participation of @DRUG$-dependent @DRUG$ channels and cAMP-regulated epithelial chloride channels known as CFTR chloride channels, or nitric oxide involvement in contractile response of smooth muscle to surfactant.By controlling wall thickness and airway diameter, pulmonary surfactant is an important component of airway physiology.	The study does not sustain the participation of @DRUG$ - dependent @DRUG$ channels and refugee camp - regulated epithelial chloride channels known as cystic fibrosis transport regulator chloride channels , or nitric oxide involvement in contractile reply of smooth muscleman to surfactant . By controlling wall thickness and airway diameter , pulmonary surfactant is an important component of airway physiology .	The as does , confirm the participation of @DRUG$ - dependent @DRUG$ channels and cAMP - regulated epithelial chloride channels involvement study CFTR chloride channels not or physiology oxide known in contractile response of smooth muscle to surfactant . By controlling wall thickness and of diameter , pulmonary surfactant is an important component airway airway nitric .	The study does not the of @DRUG$ - dependent @DRUG$ channels and cAMP - regulated epithelial chloride channels known as CFTR chloride channels , or oxide involvement in contractile response of smooth muscle to surfactant . By controlling wall thickness and airway diameter , pulmonary surfactant is an important component of airway physiology	The study does not confirm the participation of @DRUG$ - dependent @DRUG$ channels and cAMP - regulated epithelial chloride channels known as CFTR chloride channels in the contractile response of smooth muscle to surfactant . By controlling wall thickness and airway diameter , pulmonary surfactant is an	0
1	Brecanavir had a <5-fold increase in EC(50)s against 80% of patient isolates tested and had a greater mean in vitro potency than amprenavir, indinavir, lopinavir, @DRUG$, @DRUG$, and darunavir.	Brecanavir had a < 5 - bend increase in EC (  ) s against 80 % of patient isolates examine and had a greater meanspirited in vitro potency than amprenavir , indinavir , lopinavir , @DRUG$ , @DRUG$ , and darunavir .	potency had a < 5 - had darunavir in EC ( 50 ) s against 80 % of mean isolates tested and fold a greater patient in vitro Brecanavir than amprenavir , indinavir , lopinavir , @DRUG$ , @DRUG$ , and increase .	had a < - fold increase in EC ( 50 ) s against 80 % of patient isolates tested and had a greater mean in vitro potency amprenavir , , lopinavir , @DRUG$ , @DRUG$ , and darunavir .	Brecanavir had a greater mean in vitro potency than amprenavir, indinavir, lopinavir, @DRUG$, @DRUG$, and darunavir.	0
1	@DRUG$ did not affect valproic acid or @DRUG$ exposures.	@DRUG$ did not affect valproic acid or @DRUG$ exposures .	@DRUG$ or not affect valproic acid did @DRUG$ exposures .	@DRUG$ did affect valproic acid or @DRUG$ exposures .	There was no change in the amount of valproic acid or @DRUG$ in the blood when @DRUG$ was taken.	0
0	It is administered @DRUG$ the @DRUG$ salt orally, intramuscularly, intravenously, and as a topical ophthalmic solution.	information technology is administered @DRUG$ the @DRUG$ salt orally , intramuscularly , intravenously , and as a topical ophthalmic root .	It is administered @DRUG$ the @DRUG$ salt orally , intramuscularly as intravenously , and , a topical ophthalmic solution .	is administered @DRUG$ the @DRUG$ salt orally , intramuscularly , intravenously , and as a topical ophthalmic solution	@DRUG$ is administered orally, intramuscularly, intravenously, and as a topical ophthalmic solution, while @DRUG$ is a salt of DRUGA.	0
0	The top 15 most frequently positive allergens were nickel sulfate (19.5%), Myroxylon pereirae (11.0%), neomycin (10.1%), fragrance mix I (9.4%), quaternium-15 (8.6%), cobalt chloride (8.4%), bacitracin (7.9%), formaldehyde (7.7%), methyldibromoglutaronitrile/phenoxyethanol (5.5%), @DRUG$ (5.3%), propolis (4.9%), carba mix (4.5%), potassium dichromate (4.1%), fragrance mix II (3.6%), and @DRUG$/methylisothiazolinone (3.6%).	The teetotum fifteen most often positivistic allergens were atomic number  sulfate ( 19.5 % ) , genus myroxylon pereirae ( 11.0 % ) , neobiotic ( 10.1 % ) , perfume mix iodine ( 9.4 % ) , quaternium - fifteen ( 8.6 % ) , cobalt chloride ( 8.4 % ) , bacitracin ( 7.9 % ) , methanal ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , @DRUG$ ( 5.3 % ) , propolis ( 4.9 % ) , carba mix ( 4.5 % ) , k dichromate ( 4.1 % ) , perfume mix II ( 3.6 % ) , and @DRUG$ / methylisothiazolinone ( 3.6 % ) .	5.5 top 15 most frequently , allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) positive neomycin ( 10.1 % ) , fragrance mix 5.3 ( 9.4 % ) , quaternium - 15 ( 8.6 ( ) , cobalt chloride ( ( % ) , bacitracin % 7.9 % ) , formaldehyde 8.4 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( The % ( , @DRUG$ ( I ) ) , propolis ( 4.9 % , ) carba mix % 4.5 % ) , potassium dichromate ( 4.1 % ) , fragrance mix II ( 3.6 % ) , and @DRUG$ / 3.6 ( methylisothiazolinone % ) .	The top 15 frequently positive allergens nickel sulfate 19.5 % , Myroxylon ( 11.0 % ) , neomycin ( 10.1 % ) , mix I ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , cobalt chloride 8.4 % , bacitracin ( 7.9 % ) , formaldehyde ( 7.7 % ) methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , @DRUG$ ( 5.3 % ) , propolis ( 4.9 ) , carba mix ( 4.5 % ) , potassium dichromate 4.1 % ) , fragrance mix II ( 3.6 % ) , and @DRUG$ ( 3.6 % ) .	The top 15 most frequently positive allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I ( 9.4 % ) , quaternium - 15 ( 8	1
1	Two studies were conducted in healthy volunteers to evaluate the effects of rifampicin and @DRUG$ on the pharmacokinetics of the oral antimigraine compound @DRUG$.	deuce studies were transmit in healthy volunteers to evaluate the effects of rifampicin and @DRUG$ on the pharmacokinetics of the oral antimigraine compound @DRUG$ .	to studies were conducted in healthy volunteers Two evaluate the effects of rifampicin the @DRUG$ on the pharmacokinetics of and oral antimigraine compound @DRUG$ .	studies were in healthy volunteers to evaluate effects rifampicin @DRUG$ on the pharmacokinetics of the oral antimigraine compound @DRUG$ .	Rifampicin, a drug that is known to interact with @DRUG$, was given to healthy volunteers along with a single dose of @DRUG$. The pharmacokinetics of DRUGB were then evaluated.	0
0	PATIENTS AND METHODS: We assessed 214 children with acute lymphoblastic leukemia who received 418 courses of oral @DRUG$ (8 mg/m(2)/@DRUG$) on days 1 and 8 of reinduction.	PATIENTS AND METHODS : We assess 214 children with acute lymphoblastic leukemia who received 418 courses of oral exam @DRUG$ ( 8 mg / molar concentration ( 2 ) / @DRUG$ ) on days 1 and 8 of reinduction .	PATIENTS AND acute : leukemia assessed 214 children with METHODS lymphoblastic 2 who received 418 courses of oral @DRUG$ ( 8 mg / m ( We ) / @DRUG$ ) on days 1 and 8 of reinduction .	PATIENTS AND METHODS : We assessed 214 children with acute lymphoblastic leukemia who received 418 courses of oral @DRUG$ ( 8 mg / m ( 2 ) / @DRUG$ ) on days 1 and 8 of reinduction .	We assessed 214 children with acute lymphoblastic leukemia who received 418 courses of oral @DRUG$ ( 8 mg / m ( 2 ) / @DRUG$ ) on days 1 and 8 of reinduction .	0
0	A synthetic, azole antimycotic, @DRUG$ is widely used @DRUG$ a topical treatment for tinea pedis (athlete's foot), as well as vulvovaginal and oropharyngeal candidiasis.	A synthetic , azole antimycotic , @DRUG$ is widely used @DRUG$ a topical treatment for ringworm pedis ( jock 's foot ) , as substantially as vulvovaginal and oropharyngeal candidiasis .	A synthetic and azole antimycotic 's @DRUG$ is widely used @DRUG$ a topical treatment for tinea pedis ( athlete , foot ) , as well , vulvovaginal as oropharyngeal candidiasis .	A synthetic , azole antimycotic , @DRUG$ is widely used @DRUG$ a topical treatment for tinea pedis ( athlete 's foot ) as well as vulvovaginal and oropharyngeal candidiasis .	@DRUG$ is a synthetic, azole antimycotic that is widely used as a topical treatment for tinea pedis (athlete's foot), as well as vulvovaginal and oropharyngeal candidiasis.	1
0	In the short-term treatment of patients with gastro-oesophageal reflux disease (GORD), lansoprazole 15, 30 or 60 @DRUG$/day was significantly more effective than placebo, ranitidine 300 mg/day or @DRUG$ 40 mg/day and similar in efficacy to pantoprazole 40 mg/day in terms of healing of oesophagitis.	In the short- term treatment of patients with gastro-oesophageal reflux disease ( GORD ) , lansoprazole 15 , 30 or lx @DRUG$ / day was importantly more effective than placebo , zantac 300 atomic number  / day or @DRUG$ 40 atomic number  / day and similar in efficacy to pantoprazole 40 atomic number  / day in terms of therapeutic of oesophagitis .	In the short- term treatment of patients with gastro-oesophageal reflux disease ( GORD ) , lansoprazole 15 , 30 mg of @DRUG$ / day was , more effective than placebo significantly ranitidine to mg / day or @DRUG$ 40 mg / day and similar in efficacy 300 pantoprazole 40 or / day in terms 60 healing of oesophagitis .	In the short- term treatment patients with gastro-oesophageal reflux disease ( GORD ) , lansoprazole 15 30 or 60 @DRUG$ / day was significantly more effective than placebo , ranitidine 300 / day or @DRUG$ 40 mg / day and similar in efficacy to pantoprazole 40 mg / day terms healing of .	Lansoprazole 15, 30, or 60 mg/day was more effective than placebo, ranitidine 300 mg/day, or lansoprazole 40 mg/day in terms of healing of oesophagitis.	1
0	Combined use of ultra-short acting beta-blocker @DRUG$ and intravenous phosphodiesterase 3 inhibitor @DRUG$.	Combined use of ultra-short acting beta-blocker @DRUG$ and endovenous phosphodiesterase 3 inhibitor @DRUG$ .	Combined use of and acting beta-blocker @DRUG$ ultra-short intravenous phosphodiesterase 3 inhibitor @DRUG$ .	Combined use ultra-short acting beta-blocker @DRUG$ and intravenous phosphodiesterase 3 inhibitor @DRUG$ .	Ultra-short acting beta-blocker @DRUG$ can be used together with intravenous phosphodiesterase 3 inhibitor @DRUG$ to achieve a synergistic effect.	0
0	In a general manner, 17beta-@DRUG$ and @DRUG$ showed similarities in their effects whereas raloxifene showed a different pattern of cell proliferation (agonistic and antagonistic) and ICI 182 780 had antagonistic activity.	inward a general mode , 17beta-@DRUG$ and @DRUG$ showed similarities in their effects whereas raloxifene showed a different pattern of cell proliferation ( agonistic and antipathetic ) and ICI 182 780 had antipathetic activity .	In antagonistic general manner , 17beta-@DRUG$ and @DRUG$ showed similarities in ) effects whereas raloxifene showed a different pattern of cell proliferation had agonistic and antagonistic their and ICI 182 780 ( a activity .	In a general manner , 17beta-@DRUG$ and @DRUG$ showed similarities in their effects whereas raloxifene showed a different pattern cell proliferation ( agonistic antagonistic ) and ICI 182 780 had antagonistic activity .	They both had similar effects, but raloxifene showed a different pattern of cell proliferation (agonistic and antagonistic) and ICI 182 780 had antagonistic activity.	1
1	There is insufficient evidence to determine the relative efficacy or safety of cyclobenzaprine, carisoprodol, orphenadrine, @DRUG$, metaxalone, methocarbamol, and @DRUG$.	There is insufficient bear witness to determine the relative efficaciousness or safety of cyclobenzaprine , carisoprodol , orphenadrine , @DRUG$ , metaxalone , methocarbamol , and @DRUG$ .	There is insufficient carisoprodol to determine the relative efficacy or safety of cyclobenzaprine , evidence , orphenadrine , @DRUG$ , metaxalone , methocarbamol , and @DRUG$ .	There is insufficient evidence determine the relative efficacy or of cyclobenzaprine , carisoprodol , orphenadrine , @DRUG$ , metaxalone , methocarbamol , and @DRUG$ .	There is not enough evidence to say whether or not cyclobenzaprine, carisoprodol, orphenadrine, @DRUG$, metaxalone, methocarbamol, and @DRUG$ are effective or safe.	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, @DRUG$, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, @DRUG$, and tolmetin in urine samples.	This method acting allowed the detection of cure concentration of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , lodine , fenbufen , fenoprofen calcium , flufenamic acid , ansaid , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone , naproxen , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in urine sampling .	This method , the detection of therapeutic concentrations niflumic acemetacin , flufenamic ( paracetamol ) , samples acid , diclofenac allowed diflunisal , etodolac , fenbufen , fenoprofen , acetaminophen acid , flurbiprofen , , , indometacin , phenylbutazone , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone , naproxen , of acid , kebuzone , suxibuzone , acetylsalicylic acid , @DRUG$ ibuprofen and tolmetin in urine tiaprofenic .	This method allowed detection of concentrations acemetacin , acetaminophen paracetamol ) , acid , diclofenac , , etodolac , fenbufen , fenoprofen flufenamic acid flurbiprofen , ibuprofen , indometacin , , ketoprofen , lonazolac meclofenamic acid , @DRUG$ , mofebutazone , naproxen , niflumic , phenylbutazone , , tiaprofenic acid , @DRUG$ , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	Duloxetine is a dual inhibitor of @DRUG$ (@DRUG$) and serotonin (5-HT) uptake.	Duloxetine is a dual inhibitor of @DRUG$ ( @DRUG$ ) and  hydroxytryptamine ( 5 - HT ) uptake .	Duloxetine of a dual inhibitor is @DRUG$ ( @DRUG$ ) and serotonin ( 5 - HT ) uptake .	Duloxetine a dual inhibitor of @DRUG$ ( @DRUG$ ) and ( 5 - HT ) uptake .	Duloxetine inhibits both the uptake of serotonin and the uptake of @DRUG$.	1
1	@DRUG$ has been shown to be an effective within-class rescue antiemetic for prophylactic failures, which may be linked to its pharmacological properties including non-competitive, insurmountable binding to the @DRUG$(3) receptor.	@DRUG$ has been shown to be an efficacious within-class rescue antiemetic for prophylactic failures , which may be linked to its pharmacological properties including non-competitive , unsurmountable binding to the @DRUG$ ( 3 ) sense organ .	@DRUG$ has been shown non-competitive be to effective within-class rescue antiemetic for prophylactic failures , be may which linked to its pharmacological properties including to , insurmountable binding an the @DRUG$ ( 3 ) receptor .	@DRUG$ has been shown to be an effective within-class rescue antiemetic for prophylactic failures , which be linked to its pharmacological properties including non-competitive , insurmountable binding to the @DRUG$ ( 3 ) receptor .	@DRUG$ has been shown to be an effective antiemetic for prophylactic failures, which may be linked to its pharmacological properties including non-competitive, insurmountable binding to the @DRUG$ receptor.	0
0	RESULTS: Administration of 3 x 10(-6) mol/l @DRUG$, prior to @DRUG$-sotalol, tedisamil and dbcAMP, significantly increased intracellular free Ca2+ concentration and prevented the effect of d-sotalol, tedisamil or dbcAMP to decrease intracellular Ca2+ level to its beseline, while 10(-6) mol/l TG prevented it only partially.	upshot : Administration of 3 tenner 10 ( - vi ) mol/ l @DRUG$ , prior to @DRUG$ - sotalol , tedisamil and dbcAMP , significantly increase intracellular free Ca2 + concentration and keep the effect of d-sotalol , tedisamil or dbcAMP to decrease intracellular Ca2 + level to its beseline , while 10 ( - vi ) mol / l TG keep it only part .	RESULTS : Administration of 3 x 10 ( - 6 ) mol/ while @DRUG$ , prior to @DRUG$ / sotalol , tedisamil and dbcAMP , significantly increased intracellular + Ca2 + concentration and prevented the or of d-sotalol , tedisamil effect dbcAMP to decrease intracellular Ca2 free level to its beseline , 10 - ( - 6 ) mol l l TG prevented it only partially .	RESULTS : Administration of x 10 ( - 6 ) mol/ l @DRUG$ prior to @DRUG$ sotalol , tedisamil and dbcAMP , significantly increased intracellular free Ca2 + concentration prevented the effect of d-sotalol , tedisamil or dbcAMP to decrease intracellular Ca2 + level its beseline , while 10 ( - 6 mol / prevented it only partially .	When @DRUG$ is administered prior to @DRUG$, it significantly increases intracellular free Ca2+ concentration and prevents the effect of DRUGB to decrease intracellular Ca2+ level to its baseline. However, when TG is administered prior to DRUGB, it only partially prevents	0
0	@DRUG$ was included @DRUG$ a positive control in the in vitro research.	@DRUG$ was included @DRUG$ a positivistic control in the in vitro research .	@DRUG$ the included @DRUG$ a positive control in was in vitro research .	@DRUG$ was included @DRUG$ a positive control in the in vitro research .	@DRUG$ was used in research to test the effects of @DRUG$.	0
1	Coadministration of buspirone with verapamil, diltiazem, @DRUG$ and itraconazole substantially increased the plasma concentration of buspirone, whereas @DRUG$ and alprazolam had negligible effects.	Coadministration of buspirone with verapamil , diltiazem , @DRUG$ and itraconazole well increased the plasma concentration of buspirone , whereas @DRUG$ and xanax had negligible effects .	Coadministration of buspirone substantially verapamil , diltiazem , @DRUG$ and itraconazole with increased the plasma concentration of buspirone , negligible @DRUG$ and alprazolam had whereas effects .	Coadministration of buspirone verapamil , diltiazem , @DRUG$ and itraconazole substantially increased the plasma concentration of buspirone , whereas @DRUG$ and had negligible .	Coadministration of buspirone with verapamil , diltiazem , @DRUG$ and itraconazole substantially increased the plasma concentration of buspirone , whereas @DRUG$ and alprazolam had negligible effects ."DRUGA and DRU	0
0	A central premise of this review is that there are critical metabolic and genetic factors that affect the conversion of @DRUG$ to dihommo-gamma @DRUG$ (DGLA, 20:3n-6) and arachidonic acid (AA, 20:4n-6), which consequently affects the balance of DGLA- and AA- derived metabolites.	A central premise of this review is that there are critical metabolous and genetic component that affect the conversion of @DRUG$ to dihommo-gamma @DRUG$ ( DGLA , 20:3n - 6 ) and arachidonic acid ( alcoholics anonymous , 20:4n - 6 ) , which therefore touch the balance of DGLA - and alcoholics anonymous - derived metabolites .	A which premise of this review is central there are to metabolic and genetic factors that affect acid conversion of @DRUG$ critical dihommo-gamma @DRUG$ ( DGLA , 20:3n - AA ) and arachidonic the ( 6 , 20:4n - 6 ) , that consequently affects the balance of DGLA - and AA - derived metabolites .	central of this review is that there are critical metabolic and genetic factors that affect conversion of @DRUG$ to dihommo-gamma @DRUG$ ( DGLA , 20:3n - 6 and arachidonic ( 20:4n - 6 ) , consequently the balance of DGLA - and AA - derived metabolites .	The amount of @DRUG$ that is converted to dihommo-gamma @DRUG$ ( DGLA , 20:3n - 6 ) and arachidonic acid ( AA , 20:4n - 6 ) is affected by the presence of certain metabolic and genetic factors.	0
1	According to the available evidence, @DRUG$, duloxetine and @DRUG$ should be the drugs of choice for the treatment of this disease, followed by amitriptyline and cyclobenzaprine.	consort to the available evidence , @DRUG$ , duloxetine and @DRUG$ should be the drugs of choice for the treatment of this disease , trace by elavil and cyclobenzaprine .	According of the the evidence , @DRUG$ , duloxetine and @DRUG$ should of the drugs be choice for available treatment to this disease , followed by amitriptyline and cyclobenzaprine .	According to the available evidence , @DRUG$ , duloxetine and @DRUG$ should be the drugs of for the treatment of , by amitriptyline and cyclobenzaprine .	Based on the evidence, @DRUG$ is the best drug for treating this disease, followed by @DRUG$.	0
0	Compared with placebo, @DRUG$ has been shown to considerably reduce sleep induction and improve sleep maintenance, duration, quality, and depth, @DRUG$ well as next-day functioning.	Compared with placebo , @DRUG$ has been shown to considerably reduce sleep inductance and improve sleep maintenance , duration , quality , and depth , @DRUG$ well as side by side -  hour interval functioning .	Compared with placebo , @DRUG$ quality been shown to considerably reduce duration induction and improve sleep maintenance , sleep , has , and - , @DRUG$ well as next depth day functioning .	Compared with placebo , @DRUG$ has been shown to considerably reduce sleep induction and improve sleep maintenance , duration , quality , and depth , @DRUG$ well as next - day functioning .	@DRUG$ has been shown to be better than placebo at reducing sleep induction time, improving sleep maintenance, duration, quality, and depth, as well as next-day functioning.	1
1	Plasma half-life (t1/2) values vary for the macrolides described: erythromycin, oleandomycin, josamycin and miocamycin have a t1/2 ranging from 1 to 2 hours; spiramycin, @DRUG$ stearate, the mercaptosuccinate salt of propionyl erythromycin and rosaramicin have an intermediate t1/2 (about 7, 6.5, 5 and 4.5 hours, respectively); the newer semisynthetic compounds @DRUG$ and azithromycin are characterised by high t1/2 values (i.e. 11 and 41 hours, respectively).	Plasma half - sprightliness ( t1/2 ) note value vary for the macrolides described : ilosone , oleandomycin , josamycin and miocamycin have a t1/2 ranging from single to 2 hours ; spiramycin , @DRUG$ stearate , the mercaptosuccinate strategic arms limitation talks of propionyl ilosone and rosaramicin have an intermediate t1/ 2 ( about vii , 6.5 , fin and 4.5 hours , respectively ) ; the newer semisynthetic compounds @DRUG$ and azithromycin are characterised by high t1 / 2 note value ( i.e. 11 and forty one hours , respectively ) .	Plasma half - life t1 the and values vary for the macrolides described : erythromycin , oleandomycin , josamycin and miocamycin have salt t1/2 ranging from 1 i.e. 2 hours ; spiramycin , @DRUG$ stearate , the mercaptosuccinate a of propionyl erythromycin ) rosaramicin have 4.5 intermediate t1/ 2 ( ( 7 , 6.5 , 5 and an hours , respectively ) ; t1/2 newer semisynthetic compounds @DRUG$ and azithromycin are characterised by high about ) 2 values ( to 11 and 41 hours , respectively / .	Plasma half - life ( t1/2 ) values vary for the macrolides described : erythromycin , oleandomycin , josamycin and miocamycin have a t1/2 ranging from 1 to 2 hours ; spiramycin , @DRUG$ stearate , the mercaptosuccinate salt propionyl erythromycin and have an intermediate t1/ 2 ( about 7 , 6.5 , 5 and 4.5 hours , respectively ) ; the newer semisynthetic compounds @DRUG$ and are characterised by high t1 / 2 values ( i.e. 11 and 41 hours , respectively ) .	The plasma half-life (t1/2) values for erythromycin, oleandomycin, josamycin, and miocamycin range from 1 to 2 hours. The plasma half-life (t1/2) for spiramycin, DRUG	1
0	Several controlled clinical trials documented that mupirocin was significantly better than the @DRUG$ vehicle alone or ampicillin and as effective as cloxacillin, dicloxacillin, or @DRUG$ in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	Several controlled clinical trials documented that mupirocin was importantly better than the @DRUG$ vehicle alone or ampicillin and as effective as cloxacillin , dynapen , or @DRUG$ in producing clinical and bacteriological cures in patients with impetigo and wound infection have by gram-positive pathogens .	Several controlled clinical trials documented that mupirocin gram-positive significantly better than the @DRUG$ vehicle , cures ampicillin and as effective as cloxacillin , wound alone or @DRUG$ in producing clinical and bacteriological or in patients with impetigo and dicloxacillin infections caused by was pathogens .	Several controlled clinical trials documented that mupirocin was significantly better than the @DRUG$ vehicle alone ampicillin and as effective as cloxacillin , dicloxacillin , or @DRUG$ in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens .	Mupirocin is significantly better than the vehicle alone or ampicillin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	1
0	Finally, @DRUG$, in a dose (0.3 mg.kg-1) which inhibits bronchoconstriction, but not cough induced by @DRUG$, did not modify the antitussive effect of SR 48968.	Finally , @DRUG$ , in a vd ( 0.3 mg.kg - 1 ) which curb bronchoconstriction , but not cough induced by @DRUG$ , did not modify the antitussive upshot of SR 48968 .	Finally , @DRUG$ , in a dose ( 0.3 mg.kg - 1 ) which inhibits 48968 , but not cough induced by @DRUG$ , effect not modify the bronchoconstriction did of SR antitussive .	Finally , @DRUG$ , in a dose 0.3 mg.kg - 1 ) which inhibits bronchoconstriction , but cough induced @DRUG$ , did not modify antitussive effect of SR 48968 .	@DRUG$ inhibits bronchoconstriction, but does not affect cough induced by @DRUG$. However, SR 48968 still has an antitussive effect even when DRUGA is present.	0
0	CEM-101 was highly active against all Gram-positive organisms (MIC(50), 0.015 microg/mL) @DRUG$ compared with telithromycin (MIC(50), 0.06 microg/mL), @DRUG$ (MIC(50), 0.12 microg/mL), and erythromycin (MIC(50), 0.25 microg/mL).	CEM - one hundred one was extremely active voice against all gram positive being ( MIC ( l ) , 0.015 microg / mL ) @DRUG$ compared with telithromycin ( MIC ( l ) , 0.06 microg / mL ) , @DRUG$ ( MIC ( l ) , 0.12 microg / mL ) , and erythromycin ( MIC ( l ) , 0.25 microg / mL ) .	CEM - 101 was ( 0.06 against all Gram-positive ( ( MIC ( 50 50 MIC 0.015 ( / mL ) @DRUG$ compared with telithromycin ( MIC microg 50 ) , active microg / mL ) , @DRUG$ organisms MIC ( ) ) , 0.12 microg / mL ) , and erythromycin ( , highly 50 ) , 0.25 microg / mL ) .	CEM - 101 was highly active against all Gram-positive organisms ( MIC ( 50 ) , 0.015 microg / mL ) @DRUG$ compared with telithromycin ( MIC 50 ) , 0.06 microg mL ) , @DRUG$ ( MIC ( 50 ) , microg / mL ) , and erythromycin ( MIC ( 50 ) , 0.25 mL ) .	CEM - 101 was highly active against all Gram-positive organisms ( MIC ( 50 ) , 0.015 microg / mL ) @DRUG$ compared with telithromycin ( MIC ( 50 ) , 0.06 microg / mL ) , @DRUG$ ( MIC ( 50 ) ,	0
1	AIM OF THE STUDY: This present study was carried out to evaluate the anti-inflammatory and analgesic effects of 85% @DRUG$ extract (EE) of Commiphora myrrha and its different fractions partitioned with petroleum @DRUG$ extract (EPE), ethyl acetate extract (EEA), n-butanol extract (EBu), and the water extract (ECY).	AIM OF THE examine : This present study was sway out to evaluate the anti-inflammatory and painkiller effects of 85 % @DRUG$ extract ( EE ) of Commiphora myrrha and its unlike fractions partition with crude oil @DRUG$ extract ( EPE ) , ethyl acetate extract ( EEA ) , n-butanol extract ( EBu ) , and the water extract ( ECY ) .	AIM OF THE STUDY : EEA present study was carried out to myrrha the anti-inflammatory and analgesic 85 of effects % @DRUG$ extract ( EE ) of Commiphora evaluate and its ( fractions partitioned with , @DRUG$ extract ( EPE ) , ethyl n-butanol extract different This ) petroleum acetate extract ( EBu ) , and the water extract ( ECY ) .	AIM OF THE STUDY This present study was carried out to evaluate the anti-inflammatory and analgesic effects of 85 % @DRUG$ extract ( EE ) of Commiphora myrrha and different fractions partitioned with petroleum @DRUG$ extract ( ) , ethyl acetate extract EEA ) , n-butanol extract ( EBu ) , the water extract ( ECY ) .	The study aimed to evaluate the anti-inflammatory and analgesic effects of an 85% extract of Commiphora myrrha (@DRUG$) and its different fractions partitioned with a petroleum extract (@DRUG$).	0
0	Patients received 4 weekly i.v. infusions of galiximab (125, 250, 375, or 500 mg/@DRUG$(2)) and rituximab (375 @DRUG$/m(2)).	patient role standard 4 weekly i.v. infusions of galiximab ( 125 , 250 , 375 , or 500 mg / @DRUG$ ( deuce ) ) and rituximab ( 375 @DRUG$ / m( deuce ) ) .	Patients received 4 weekly i.v. infusions 500 galiximab ( 125 , 250 , 375 , or and mg / @DRUG$ ( 2 ) ) ) rituximab ( 375 @DRUG$ / m( 2 of ) .	Patients 4 i.v. infusions of galiximab ( 125 250 , 375 , or mg / @DRUG$ ( 2 ) ) and rituximab ( @DRUG$ / m( 2 ) ) .	Patients received 4 weekly i.v. infusions of galiximab ( 125 , 250 , 375 , or 500 mg / @DRUG$ ( 2 ) ) and rituximab ( 375 @DRUG$ / m( 2 ) ) ."Patients received 4 weekly i	0
0	The best hCA III inhibitors were prontosil, @DRUG$, indisulam, benzolamide, aminobenzolamide, and 4-amino-6-chloro-benzene-1,3-disulfonamide which showed @DRUG$(I)s in the range of 2.3-18.1 microM.	The best hCA III inhibitor were prontosil , @DRUG$ , indisulam , benzolamide , aminobenzolamide , and quatern - aminic - 6 - chloro - benzene - 1,3 - disulfonamide which showed @DRUG$ ( I ) s in the rove of 2.3- 18.1 microM .	- best hCA III inhibitors were prontosil , @DRUG$ , microM , benzolamide , aminobenzolamide - and 4 The amino - 6 - chloro - 2.3- - 1,3 , disulfonamide which showed @DRUG$ ( I ) s in the range of benzene 18.1 indisulam .	The best hCA III inhibitors were prontosil , @DRUG$ , indisulam , , aminobenzolamide , 4 - amino - 6 - chloro - benzene - 1,3 - disulfonamide which showed @DRUG$ ( I ) s the range of 2.3- 18.1 .	The best hCA III inhibitors were prontosil , @DRUG$ , indisulam , benzolamide , aminobenzolamide , and 4 - amino - 6 - chloro - benzene - 1,3 - disulfonamide which showed @DRUG$ ( I )	0
1	Twenty-eight cattle (8 to 12 months old) with natural F hepatica infections were randomly allotted to 4 groups of 7 cattle each: group 1, no treatment (controls); group 2, @DRUG$ suspension given orally at 3.5 mg/kg of body weight; group 3, clorsulon suspension given orally at 7 @DRUG$/kg; and group 4, albendazole paste given orally at 10 mg/kg.	Twenty - eight cattle ( 8 to 12 months old ) with natural f hepatica infections were randomly parcel out to 4 groups of heptad cattle each : group one , no treatment ( controls ) ; group two , @DRUG$ suspension given orally at 3.5 mg / kg of body weight ; group 3 , clorsulon suspension given orally at heptad @DRUG$ / kg ; and group 4 , albendazole spread given orally at ten mg / kg .	Twenty ; eight cattle ( 8 to months with old ) weight natural F hepatica infections were randomly group to 4 groups of / cattle each : group 1 , no treatment ( controls ) ; group 2 , @DRUG$ suspension given orally at 3.5 mg / kg of body 12 ; allotted 3 , clorsulon suspension given 7 at orally @DRUG$ / kg - and group 4 , albendazole paste given orally at 10 mg 7 kg .	Twenty - eight cattle ( 8 to 12 months old ) with natural F hepatica infections randomly allotted to 4 groups of 7 cattle each : group 1 no treatment ( controls ) ; group 2 , @DRUG$ suspension given orally at 3.5 mg / kg of weight ; group 3 , clorsulon suspension given orally at 7 @DRUG$ / kg ; and group 4 , albendazole paste given orally at 10 mg / kg .	Group 2 received a suspension of the drug @DRUG$ orally at 3.5 mg / kg of body weight. Group 3 received a suspension of the drug clorsulon orally at 7 mg / kg. Group 4 received a paste of the drug albendazole orally at 10 mg /	1
0	RESULTS: In the primary analysis, AP significantly improved Ashworth scores compared with placebo over the dosing interval: least-squares mean reduction versus placebo was 0.60 for AP 20 mg (P=0.0059) and 0.88 for AP 30 @DRUG$ (@DRUG$=0.0007).	RESULTS : inward the basal analysis , AP significantly improved Ashworth scores compared with placebo over the dose separation : least-squares mean reduction versus placebo was 0.60 for AP 20 mg ( P=0.0059 ) and 0.88 for AP 30 @DRUG$ ( @DRUG$=0.0007 ) .	RESULTS ( In the primary analysis , AP significantly improved Ashworth scores compared with placebo over the AP interval : least-squares mean reduction versus placebo was 0.60 for ) 20 mg ( P=0.0059 ) and 0.88 for AP 30 dosing : @DRUG$=0.0007 @DRUG$ .	RESULTS : In primary analysis , AP Ashworth scores compared placebo over the dosing interval least-squares mean reduction versus was 0.60 for 20 mg ( P=0.0059 and 0.88 for AP 30 @DRUG$ ( @DRUG$=0.0007 ) .	AP significantly improved Ashworth scores compared with placebo over the dosing interval.	1
0	The average half-lives measured were 7.8 for @DRUG$ (variation between 6.0 and 13.5) and 7.5 for @DRUG$ (variation between 4.5 and 11.0), all values given in minutes.	The norm one half - lives measured were 7.8 for @DRUG$ ( variation between 6.0 and 13.5 ) and 7.5 for @DRUG$ ( variation between 4.5 and 11.0 ) , all valuate given in minutes .	The average half and lives and were 7.8 for @DRUG$ ( variation between given measured 13.5 ) - 7.5 for @DRUG$ ( variation between 4.5 and 11.0 ) , all values 6.0 in minutes .	The average half - measured 7.8 for @DRUG$ ( variation between 6.0 and 13.5 ) and 7.5 for @DRUG$ ( variation between 4.5 and 11.0 ) , all values given in minutes .	The average half - lives measured were 7.8 for @DRUG$ ( variation between 6.0 and 13.5 ) and 7.5 for @DRUG$ ( variation between 4.5 and 11.0 ) , all values given in minutes ."DRUGA and DRUGB	0
0	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg (-25.6 micromol/@DRUG$; P=0.001) and 400 @DRUG$ (-19.9 micromol/L; P=0.010) compared with placebo (+15.0 micromol/L).	substantial lessen in mean fructosamine concentrations from baseline to clarence day xv were observed for alogliptin 100 mg ( - 25.6 micromol / @DRUG$ ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / L ; P=0.010 ) compared with placebo ( + 15.0 micromol / L ) .	mean decreases in Significant fructosamine concentrations with placebo to day 15 were observed for alogliptin 100 mg ( - ) micromol / @DRUG$ ; P=0.001 25.6 and 400 @DRUG$ ( - 19.9 micromol / L ; P=0.010 ) compared from baseline ( + 15.0 micromol / L ) .	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed 100 mg ( - 25.6 micromol / @DRUG$ ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / L ; P=0.010 ) compared with placebo ( + 15.0 micromol / ) .	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg ( - 25.6 micromol / @DRUG$ ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / L ; P	0
0	INTRODUCTION: Recombinant @DRUG$-selectin glycoprotein ligand IgG fusion protein, @DRUG$ (YSPSL), a fusion protein of human P-selectin ligand and IgG1-Fc, blocks leukocyte adhesion and protects against ischemia reperfusion injury (IRI) in animal models.	INTRODUCTION : recombinant @DRUG$ - selectin glycoprotein ligand IgG nuclear fusion reaction protein , @DRUG$ ( YSPSL ) , a nuclear fusion reaction protein of human P-selectin ligand and IgG1 - Fc , blocks leukocyte adhesiveness and protects against ischemia reperfusion accidental injury ( IRI ) in animal models .	INTRODUCTION : Recombinant @DRUG$ , selectin glycoprotein ligand IgG fusion protein , @DRUG$ ( YSPSL ) - a fusion protein of human P-selectin ligand and IgG1 - Fc , ) leukocyte adhesion and blocks against ischemia reperfusion in ( IRI protects injury animal models .	INTRODUCTION : Recombinant @DRUG$ - selectin glycoprotein ligand IgG fusion protein , @DRUG$ YSPSL ) , a fusion protein of human ligand and IgG1 - blocks leukocyte and protects against ischemia reperfusion injury ( IRI ) in animal models .	@DRUG$ is a recombinant protein that is a fusion of human P-selectin ligand and IgG1-Fc. @DRUG$ is a fusion protein of human P-selectin ligand and IgG1-Fc. DRUGA blocks leukocyte adhesion	0
0	Flibanserin has preferential affinity for @DRUG$ 5-HT(1A), @DRUG$ D(4k), and serotonin 5-HT(2A) receptors.	Flibanserin has discriminatory kinship for @DRUG$ quintuplet - HT ( 1A ) , @DRUG$ D ( 4 k ) , and serotonin quintuplet - HT ( 2A ) receptors .	Flibanserin has ( affinity for @DRUG$ 5 1A HT ( - ) , @DRUG$ D ) 4 k ) , and serotonin 5 - HT ( 2A preferential receptors .	Flibanserin has preferential affinity for @DRUG$ 5 - HT ( 1A ) , @DRUG$ D ( 4 k ) , and serotonin 5 HT ( 2A ) receptors .	Flibanserin has a preferential affinity for serotonin receptors that are found in the brain's 5-HT1A, D4, and 2A areas.	1
0	Compared to all-trans retinoic acid (ATRA), a natural retinoid indicated for a first-line treatment of APL, @DRUG$ is chemically more stable and several times more potent @DRUG$ an inducer of differentiation in promyelocytic leukemia cells.	Compared to all- trans retinoic acid ( ATRA ) , a natural retinoid indicated for a first-line treatment of APL , @DRUG$ is chemically more stable and various times more virile @DRUG$ an inducer of specialization in promyelocytic leukemia cellular phone .	Compared to all- promyelocytic retinoic acid times ATRA ) , a natural retinoid indicated for differentiation first-line treatment of APL , @DRUG$ is chemically more stable and several ( more potent @DRUG$ an inducer a of in trans leukemia cells .	Compared to all- trans retinoic acid ( ATRA ) , a natural retinoid indicated for a first-line treatment of APL , @DRUG$ is chemically stable and times more potent @DRUG$ an inducer of differentiation in promyelocytic cells .	@DRUG$ is more stable and potent than ATRA, and @DRUG$ can induce differentiation in promyelocytic leukemia cells.	0
0	The ability of DOV 21,947 to inhibit the reuptake of three biogenic amines closely linked to the etiology of depression may result in a therapeutic profile different from antidepressants that inhibit the reuptake of @DRUG$ and/or @DRUG$.	The ability of DOV 21,947 to inhibit the reuptake of three biogenic amines closely tie to the etiology of depression crataegus oxycantha result in a therapeutic visibility different from antidepressant that inhibit the reuptake of @DRUG$ and / or @DRUG$ .	The ability of DOV 21,947 reuptake inhibit the etiology of may inhibit amines closely linked to the to of depression three result in a therapeutic profile different from antidepressants that biogenic the reuptake of @DRUG$ and / or @DRUG$ .	The ability of DOV 21,947 to inhibit the reuptake of three biogenic amines closely linked to the etiology depression in a therapeutic different from antidepressants that inhibit the reuptake @DRUG$ and / or @DRUG$ .	The ability of DOV 21,947 to inhibit the reuptake of three biogenic amines closely linked to the etiology of depression may result in a therapeutic profile different from antidepressants that inhibit the reuptake of @DRUG$ and / or @DRUG$ .	0
0	The MTD of @DRUG$ tartrate was 10 @DRUG$.	The MTD of @DRUG$ tartrate was x @DRUG$ .	of MTD The @DRUG$ tartrate was 10 @DRUG$ .	The MTD of @DRUG$ tartrate was 10 @DRUG$ .	The maximum tolerated dose (MTD) of @DRUG$ tartrate was 10 times the dose of @DRUG$ .	0
0	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals and explosives (reserpine, roxithromycin, propazine, prochloraz, @DRUG$, ampicillin, dicloxacillin, enrofloxacin, tetracycline, oxytetracycline, erythromycin, spinosad, cyclo-1,3,5,7-tetramethylene tetranitrate (HMX), and cyclo-1,3,5-@DRUG$ trinitramine (RDX)).	A widely variety of multiclass metal money with first gear vapor pressure were tested including pesticides , pharmaceuticals and explosives ( reserpine , roxithromycin , propazine , prochloraz , @DRUG$ , ampicillin , dynapen , enrofloxacin , achromycin , oxytetracycline , e mycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - @DRUG$ trinitramine ( RDX ) ) .	A wide variety of multiclass species with enrofloxacin vapor roxithromycin 1,3,5,7 tested including pesticides , pharmaceuticals and explosives ( reserpine , pressure , propazine , , , @DRUG$ and ampicillin , dicloxacillin , low , , , oxytetracycline , erythromycin tetracycline spinosad , cyclo - were - tetramethylene tetranitrate ( HMX ) prochloraz , cyclo - 1,3,5 - @DRUG$ trinitramine ( RDX ) ) .	A wide multiclass species with low vapor were including pesticides , pharmaceuticals and explosives ( reserpine , roxithromycin , propazine , prochloraz , @DRUG$ , ampicillin , , enrofloxacin , tetracycline , oxytetracycline , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and - @DRUG$ trinitramine ( RDX ) ) .	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals, and explosives (reserpine, roxithromycin, propazine, prochloraz, @DRUG$, ampicillin, dicloxacillin, enrofloxacin	1
0	Repeated @DRUG$ (METH) administration has been shown to produce differing neurochemical @DRUG$ well as behavioral effects in rats.	Repeated @DRUG$ ( METH ) administration has been shown to produce differ neurochemical @DRUG$ well as behavioural effects in rats .	Repeated @DRUG$ ( METH ) administration has been shown rats produce differing neurochemical @DRUG$ well to behavioral effects in as .	Repeated @DRUG$ ( METH ) administration has been shown to produce differing neurochemical @DRUG$ well as effects in rats .	Repeated administration of @DRUG$ ( METH ) has been shown to produce differing neurochemical and behavioral effects in rats .	1
0	@DRUG$ therapy beyond cancer: @DRUG$ versus tocotrienol.	@DRUG$ therapy beyond malignant neoplastic disease : @DRUG$ versus tocotrienol .	@DRUG$ therapy beyond tocotrienol : @DRUG$ versus cancer .	@DRUG$ therapy beyond cancer : @DRUG$ versus tocotrienol .	@DRUG$ therapy beyond cancer : @DRUG$ versus tocotrienol ."DRUGA is a therapy that is used beyond cancer, while DRUGB is a vitamin that is used to treat cancer.	0
0	RESULTS: Many kinds of SSRIs, such @DRUG$ fluoxetine, sertraline, paroxetine and @DRUG$, have widely been employed to treat PE.	RESULTS : many kinds of SSRIs , such @DRUG$ fluoxetine , sertraline , paroxetine and @DRUG$ , have widely been employed to treat pe .	RESULTS kinds Many : of SSRIs , such @DRUG$ fluoxetine and sertraline , paroxetine , @DRUG$ , have widely been employed to treat PE .	: Many kinds of SSRIs , such @DRUG$ fluoxetine , sertraline , paroxetine and @DRUG$ , widely employed treat PE	Many kinds of SSRIs, such as @DRUG$ fluoxetine, sertraline, paroxetine and @DRUG$, have widely been employed to treat PE.	0
0	The results showed a significantly higher, alcohol dose-related excretion of @DRUG$ and Ca (@DRUG$) in the urine after the oral Mg load among consumers of alcohol.	The results showed a importantly higher , intoxicant dose-related excretion of @DRUG$ and california ( @DRUG$ ) in the urine after the oral Mg load among consumers of intoxicant .	The results showed a significantly higher Mg alcohol dose-related of excretion @DRUG$ and Ca ( @DRUG$ ) in the the after urine oral , load among consumers of alcohol .	The showed a significantly higher , alcohol dose-related @DRUG$ and Ca ( @DRUG$ ) in the urine after the oral Mg load among consumers of alcohol .	The results showed that there was a significantly higher excretion of @DRUG$ and Ca ( @DRUG$ ) in the urine after the oral Mg load among consumers of alcohol .	0
0	The antihypertensive effect of enalapril is potentiated by @DRUG$, timolol and @DRUG$, but unaffected by indomethacin and sulindac.	The antihypertensive drug effect of enalapril is potentiated by @DRUG$ , timolol and @DRUG$ , but unaffected by indomethacin and clinoril .	The antihypertensive effect of enalapril is , by @DRUG$ potentiated timolol and @DRUG$ , but unaffected by indomethacin and sulindac .	The antihypertensive effect enalapril is potentiated by @DRUG$ , timolol and @DRUG$ , but unaffected by indomethacin	The antihypertensive effect of enalapril is increased when it is taken together with timolol or @DRUG$ , but it is not affected by indomethacin or sulindac .	1
0	@DRUG$ significantly (@DRUG$ < 0.05) reduced infarct size (23 +/- 4% of the area at risk; mean +/- standard deviation) compared with control (46 +/- 3%).	@DRUG$ significantly ( @DRUG$ < 0.05 ) reduced infarction size ( 23 +/- 4 % of the area at risk ; mean +/- standard divagation ) compared with control ( 46 +/- ternary % ) .	@DRUG$ significantly ( @DRUG$ < 3 ) reduced infarct size % 23 +/- 4 % of the 0.05 at risk ; mean +/- standard deviation ) compared with control ( 46 +/- area ( ) .	@DRUG$ significantly ( @DRUG$ < 0.05 ) reduced infarct size ( 23 +/- 4 % of the area at risk ; mean +/- standard deviation ) compared with control 46 +/- 3 % ) .	@DRUG$ significantly ( P < 0.05 ) reduced infarct size ( 23 +/- 4 % of the area at risk ; mean +/- standard deviation ) compared with control ( 46 +/- 3 % ) .	1
0	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for @DRUG$ 100 mg (-25.6 micromol/@DRUG$; P=0.001) and 400 mg (-19.9 micromol/L; P=0.010) compared with placebo (+15.0 micromol/L).	pregnant drop off in meanspirited fructosamine engrossment from baseline to day 15 were observed for @DRUG$ 100 mg ( - 25.6 micromol / @DRUG$ ; P=0.001 ) and 400 mg ( - 19.9 micromol / L ; P=0.010 ) compared with placebo ( + 15.0 micromol / L ) .	Significant decreases in mean fructosamine concentrations from placebo ) day 15 were observed for @DRUG$ 100 mg ( - 25.6 micromol / @DRUG$ ; / ) and 400 mg ( - 19.9 micromol / L ; P=0.010 ) compared with baseline ( + to micromol P=0.001 L 15.0 .	Significant in mean fructosamine concentrations from baseline to day 15 were observed for @DRUG$ 100 mg - 25.6 micromol / @DRUG$ ; P=0.001 ) and 400 mg ( - 19.9 micromol / L ; P=0.010 ) compared with placebo ( + 15.0 micromol / L ) .	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for @DRUG$ 100 mg ( - 25.6 micromol / @DRUG$ ; P=0.001 ) and 400 mg ( - 19.9 micromol / L ; P=0.	0
1	@DRUG$ seems to have a low interaction profile, but its interactions with @DRUG$ in particular should be further explored.	@DRUG$ seems to have a low fundamental interaction visibility , but its interactions with @DRUG$ in particular should be further explored .	@DRUG$ seems to but a low interaction profile should have its interactions with @DRUG$ in particular , be further explored .	@DRUG$ seems to have a low interaction profile , but its interactions with @DRUG$ in particular should explored .	@DRUG$ doesn't seem to have a lot of interactions with other drugs, but its interactions with @DRUG$ in particular should be studied more.	0
0	Desvenlafaxine is the primary metabolite of @DRUG$, and it is also a relatively low-potency 5-HT and @DRUG$ uptake inhibitor.	Desvenlafaxine is the master metabolite of @DRUG$ , and it is also a relatively low-potency v - HT and @DRUG$ uptake inhibitor .	Desvenlafaxine is the primary metabolite - @DRUG$ , and it relatively also a is low-potency 5 of HT and @DRUG$ uptake inhibitor .	Desvenlafaxine is the primary metabolite of @DRUG$ , and it is also a relatively low-potency 5 - HT and @DRUG$ inhibitor .	Desvenlafaxine is a drug that is created when @DRUG$ is metabolized. Desvenlafaxine is also a drug that inhibits the uptake of serotonin and @DRUG$ .	0
0	METHODS: All infants from both trials who were randomly assigned to administration of lucinactant (175 mg/kg), colfosceril palmitate (67.5 @DRUG$/kg), beractant (100 mg/kg), or @DRUG$ (175 mg/kg) were prospectively followed through 1 year corrected age, at which point masked assessment of outcomes was performed for surviving infants.	METHODS : wholly infants from both trials who were willy nilly assigned to administration of lucinactant ( 175 mg / kg ) , colfosceril palmitate ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or @DRUG$ ( 175 mg / kg ) were prospectively followed through one year corrected age , at which place disguise judgement of outcomes was performed for surviving infants .	METHODS : All infants from both trials who were randomly assigned , / of lucinactant ( 175 mg / age ) to colfosceril palmitate ( 67.5 @DRUG$ / kg ) at beractant ( 100 mg / kg ) , or @DRUG$ ( 175 mg year kg ) were prospectively followed through 1 administration corrected kg , , which point masked assessment of outcomes for performed was surviving infants .	METHODS : All infants from both trials who were randomly assigned to of lucinactant ( 175 mg / kg ) , colfosceril palmitate ( 67.5 @DRUG$ / kg ) , beractant ( mg / kg ) , or @DRUG$ ( 175 mg / ) were prospectively followed through 1 year corrected age , at which point masked assessment of outcomes was performed for surviving infants .	All infants from both trials who were randomly assigned to administration of lucinactant ( 175 mg / kg ) , colfosceril palmitate ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or @DRUG$ ( 175 mg /	0
0	Group 1 (<1 yr old; n = 6) animals were immobilized with a combination of xylazine 1 mg/kg i.m. and @DRUG$ 0.3 @DRUG$/kg i.m.	group 1 ( < 1 yr old ; nitrogen = hexad ) animals were immobilized with a combination of xylazine 1 mg / kg i.m. and @DRUG$ 0.3 @DRUG$ / kg i.m .	Group 1 with < 1 kg old ; n = 6 ) animals were immobilized ( a combination of yr 1 mg / xylazine i.m. and @DRUG$ 0.3 @DRUG$ / kg i.m .	Group 1 ( < 1 yr old ; = 6 ) animals were immobilized with combination xylazine 1 mg / kg i.m. and @DRUG$ 0.3 @DRUG$ kg i.m .	For group 1 animals, the dose of @DRUG$ was 0.3 @DRUG$ / kg i.m. 	0
0	Metabolites of 4-MBC were characterized by (1)H NMR and LC-MS/MS @DRUG$ 3-(4-carboxybenzylidene)@DRUG$ and as four isomers of 3-(4-carboxybenzylidene)hydroxycamphor containing the hydroxyl group located in the camphor ring system with 3-(4-carboxybenzylidene)-6-hydroxycamphor as the major metabolite.	metabolite of tetrad - MBC were characterized by ( 1 ) H NMR and LC -MS / MS @DRUG$ 3 -( tetrad - carboxybenzylidene ) @DRUG$ and as iv isomers of 3 - ( tetrad - carboxybenzylidene ) hydroxycamphor containing the hydroxyl radical group located in the camphor ring organisation with 3 - ( tetrad - carboxybenzylidene ) - 6- hydroxycamphor as the john r major metabolite .	Metabolites of 4 - MBC were characterized by ( 1 ) as NMR and LC -MS / and @DRUG$ 3 -( 4 - carboxybenzylidene ) @DRUG$ MS as four isomers of 3 - ( 4 - major with hydroxycamphor containing the hydroxyl group located in the camphor ring system - 3 ) ( 4 - carboxybenzylidene H - 6- hydroxycamphor ) the carboxybenzylidene metabolite .	Metabolites of 4 - MBC were characterized by ( 1 ) H NMR and LC -MS / MS @DRUG$ 3 -( 4 ) @DRUG$ and as four of 3 - ( 4 - carboxybenzylidene ) hydroxycamphor containing the hydroxyl group located in the ring system with 3 - ( 4 - carboxybenzylidene ) - 6- hydroxycamphor the major metabolite .	Metabolites of 4 - MBC were characterized by ( 1 ) H NMR and LC -MS / MS as four isomers of 3 - ( 4 - carboxybenzylidene ) hydroxycamphor containing the hydroxyl group located in the camphor ring system with	1
0	@DRUG$ /Ritonavir, Nucleoside analogues, Neuraminidase inhibitors, @DRUG$, peptide (EK1), abidol, RNA synthesis inhibitors (such as TDF, 3TC), anti-inflammatory drugs (such as hormones and other molecules), Chinese traditional medicine, such ShuFengJieDu Capsules and Lianhuaqingwen Capsule, could be the drug treatment options for 2019-nCoV.	@DRUG$ / norvir , nucleoside analogues , Neuraminidase inhibitors , @DRUG$ , peptide ( EK1 ) , abidol , RNA synthesis inhibitors ( such as TDF , 3TC ) , anti-inflammatory drugs ( such as internal secretion and other molecules ) , Chinese traditional medicine , such ShuFengJieDu Capsules and Lianhuaqingwen capsule , could be the do drugs treatment option for 2019 - nCoV .	@DRUG$ / Ritonavir , Neuraminidase analogues , Nucleoside inhibitors , @DRUG$ , peptide TDF EK1 ) , abidol , as synthesis treatment ( such as ( , 3TC ) and anti-inflammatory drugs ( such RNA hormones and other molecules ) , medicine traditional Chinese , such ShuFengJieDu Capsules , Lianhuaqingwen Capsule , could be the drug inhibitors options for 2019 - nCoV .	@DRUG$ / , Nucleoside analogues , Neuraminidase inhibitors , @DRUG$ , ( EK1 ) , abidol , RNA synthesis inhibitors ( such as TDF 3TC ) , anti-inflammatory drugs ( such as hormones and other molecules ) , medicine , such Capsules and Lianhuaqingwen Capsule , could be the drug treatment options for 2019 - nCoV .	@DRUG$ and @DRUG$ are both drug treatment options for 2019-nCoV.	0
0	In combined biochemical, histochemical and functional studies on central monoamine neurons it has been shown that a pyrozolyl derivative with a phenyl piperazine side chain (PAP) exerts marked effects on central @DRUG$ (DA) and particularly @DRUG$ (5-HT) neurons.	In combined biochemical , histochemical and functional studies on central monoamine neurons it has been designate that a pyrozolyl derivative with a phenyl piperazine side mountain range ( PAP ) exerts nock effects on central @DRUG$ ( district attorney ) and particularly @DRUG$ ( 5 - HT ) neurons .	In combined biochemical functional histochemical and , studies on central monoamine neurons it has been shown that a pyrozolyl derivative ( a phenyl piperazine chain side with PAP ) exerts marked effects and central @DRUG$ ( DA ) on particularly @DRUG$ ( 5 - HT ) neurons .	In combined biochemical , histochemical and functional on central monoamine neurons has shown that a pyrozolyl derivative with phenyl piperazine side chain ( PAP ) exerts marked effects on central @DRUG$ ( DA ) and particularly @DRUG$ ( - ) neurons .	Pyrozolyl derivative with a phenyl piperazine side chain (PAP) exerts marked effects on central @DRUG$ (DA) and particularly @DRUG$ (5-HT) neurons.	0
1	Moreover, OSI-461 enhanced the ability of acyclic retinoid to induce increased cellular levels of @DRUG$ receptor beta and to stimulate retinoic acid response element-@DRUG$ acetyltransferase activity.	Moreover , OSI - 461 enhanced the ability of acyclic retinoid to induce increased cellular levels of @DRUG$ sense organ beta and to stimulate retinoic acid reply constituent - @DRUG$ acetyltransferase activity .	Moreover , the - - enhanced OSI ability of acyclic retinoid to induce increased element levels of @DRUG$ receptor beta and to stimulate retinoic acid response cellular 461 @DRUG$ acetyltransferase activity .	Moreover , OSI - 461 the ability of acyclic to induce increased cellular levels of @DRUG$ receptor beta and to stimulate acid response element - @DRUG$ acetyltransferase activity	OSI-461 enhanced the ability of acyclic retinoid to induce increased cellular levels of @DRUG$ receptor beta and to stimulate retinoic acid response element - @DRUG$ acetyltransferase activity.	0
0	Subjects were randomized to receive 200 mg oral phenazopyridine, 25 @DRUG$ intravenous sodium @DRUG$, mannitol bladder distention, or normal saline bladder distention during cystoscopy.	Subjects were randomized to receive 200 mg oral phenazopyridine , xxv @DRUG$ intravenous sodium @DRUG$ , mannitol vesica distention , or normal saline vesica distention during cystoscopy .	Subjects were randomized to 200 receive mg oral phenazopyridine , 25 @DRUG$ intravenous mannitol @DRUG$ , sodium bladder distention , or normal saline bladder distention during cystoscopy .	were randomized to receive 200 mg oral phenazopyridine , 25 @DRUG$ intravenous sodium @DRUG$ , bladder distention , or normal saline bladder cystoscopy .	Some subjects were given phenazopyridine (@DRUG$) to take orally, while others were given sodium @DRUG$ intravenously. Mannitol bladder distention was also used in some subjects, while normal saline bladder distention was used in others.	0
0	The mass transitions of @DRUG$ and tolperisone (IS) were m/z 260 --> 98 and @DRUG$/z 246 --> 98, respectively.	The hatful transitions of @DRUG$ and tolperisone ( exist ) were m/z 260 --> 98 and @DRUG$ / z 246 --> 98 , respectively .	tolperisone mass transitions of @DRUG$ and The ( IS ) --> m/z 260 were 98 and @DRUG$ / z 246 --> 98 , respectively .	transitions of @DRUG$ and tolperisone IS ) were m/z 260 --> 98 and @DRUG$ / z 246 --> 98 , respectively .	The mass transitions of @DRUG$ and tolperisone (IS) were m/z 260 --> 98 and @DRUG$/z 246 --> 98, respectively.	0
0	Soy protein directly lowers blood low-density lipoprotein-cholesterol concentrations, and the soybean is low in saturated fat and a source of both essential fatty acids, the omega-6 fatty acid @DRUG$ and the omega-3 fatty acid @DRUG$.	Soy protein direct lowers blood low density lipoprotein-cholesterol concentrations , and the soybean is humiliated in saturated fat and a source of both essential fatty acids , the omega - 6 fatty acerb @DRUG$ and the omega - 3 fatty acerb @DRUG$ .	Soy protein directly lowers blood , lipoprotein-cholesterol concentrations low-density and the soybean is low in saturated fat and a source of both essential fatty acids , and omega - acid fatty acid @DRUG$ the the 3 - omega fatty 6 @DRUG$ .	Soy protein lowers blood low-density lipoprotein-cholesterol concentrations and the soybean is low in saturated fat and a of both essential acids , the omega 6 fatty acid @DRUG$ and omega - 3 fatty acid @DRUG$	Soy protein directly lowers blood low-density lipoprotein-cholesterol concentrations, and the soybean is low in saturated fat and a source of both essential fatty acids, the omega-6 fatty acid @DRUG$ and the omega-3 fatty acid @DRUG$.	0
0	A significant decrease (@DRUG$<0.0001) in MI as well @DRUG$ an increase in SCE (p<0.0001) and CA (p<0.0001) frequencies were observed.	antiophthalmic factor significant decrease ( @DRUG$ < 0.0001 ) in MI as well @DRUG$ an increase in SCE ( p<0.0001 ) and california ( p< 0.0001 ) frequencies were discover .	A well decrease ( @DRUG$ < 0.0001 ) in significant as MI @DRUG$ an increase ( SCE ( p<0.0001 ) and CA in p< 0.0001 ) frequencies were observed .	A significant decrease ( @DRUG$ < ) in MI as well @DRUG$ an increase in SCE ( p<0.0001 ) and CA ( p< frequencies were observed .	A significant decrease ( @DRUG$ < 0.0001 ) in MI as well @DRUG$ an increase in SCE ( p<0.0001 ) and CA ( p< 0.0001 ) frequencies were observed ."DRUGA decreases the incidence of MI, while DRUGB increases	0
0	Role of @DRUG$-glycoprotein in accumulation and cytotoxicity of @DRUG$ and amrubicinol in MDR1 gene-transfected LLC-PK1 cells and human A549 lung adenocarcinoma cells.	office of @DRUG$ - glycoprotein in accumulation and cytotoxicity of @DRUG$ and amrubicinol in MDR1 gene-transfected LLC - PK1 cells and human A549 lung glandular cancer cells .	Role of @DRUG$ - glycoprotein in accumulation and in of @DRUG$ and amrubicinol cytotoxicity gene-transfected MDR1 LLC - PK1 cells and human A549 lung adenocarcinoma cells .	Role of @DRUG$ - glycoprotein in accumulation and cytotoxicity of @DRUG$ and amrubicinol in MDR1 gene-transfected LLC - PK1 cells and A549 lung adenocarcinoma cells .	@DRUG$ is a glycoprotein that helps to accumulate and increase the cytotoxicity of @DRUG$ and amrubicinol in cells that have been genetically modified to have a high level of the MDR1 gene.	0
0	Absorption ratios of 0.65 for the 0.56 @DRUG$ @DRUG$ dose and 0.26 for the 50 mg Fe dose were measured in subjects with depleted iron stores.	Absorption ratios of 0.65 for the 0.56 @DRUG$ @DRUG$ superman and 0.26 for the 50 mg Fe superman were measured in subjects with use up iron stores .	Absorption ratios the 0.65 for of stores @DRUG$ @DRUG$ dose and 0.26 for the 50 mg Fe dose were measured in subjects with depleted iron 0.56 .	Absorption ratios of 0.65 for the 0.56 @DRUG$ @DRUG$ and 0.26 for the 50 mg Fe dose were measured in subjects with depleted iron .	For every 1 mg of @DRUG$ absorbed, 0.65 mg of @DRUG$ is absorbed.	0
0	With a new formulation, which made intravenous infusion of triamterene (TA) possible, plasma levels and urinary excretion rates of TA and its main metabolite (OH-TA-ester) were measured in a randomized, cross-over trial in 6 healthy volunteers given triamterene 10 mg i.v. and 50 mg @DRUG$.o. TA and OH-@DRUG$-ester were determined by densitometric measurement of native fluorescence after thin layer chromatography.	With a novel preparation , which pee intravenous infusion of triamterene ( TA ) possible , plasma levels and urinary excretion rates of TA and its main metabolite ( OH - TA - ester ) were measured in a randomized , cross-over trial in half dozen intelligent volunteers given triamterene ten mg i.v. and 50 mg @DRUG$.o. TA and OH - @DRUG$ - ester were determined by densitometric measurement of native fluorescence after fragile layer chromatography .	With a densitometric formulation , which made intravenous TA of triamterene chromatography TA ) possible - plasma levels and urinary excretion rates of TA and its main metabolite ( healthy - TA - ester ) OH measured in a randomized , trial cross-over in 6 OH volunteers given triamterene 10 mg i.v. and 50 mg @DRUG$.o. infusion and were , @DRUG$ - ester were determined by new measurement of native fluorescence after thin layer ( .	With a which made intravenous infusion of triamterene TA ) , plasma excretion rates of TA and main metabolite ( OH - TA - ester ) were measured in a randomized , cross-over trial 6 healthy volunteers given triamterene 10 mg and 50 TA and OH - @DRUG$ - ester were determined by densitometric measurement of native fluorescence after layer chromatography .	With a new formulation, which made intravenous infusion of triamterene possible, plasma levels and urinary excretion rates of TA and its main metabolite (OH-TA-ester) were measured in a randomized, cross-over trial in 6 healthy volunteers given triamterene 10	1
0	This report reviews the safety of Aluminum, Calcium, Lithium Magnesium, Lithium Magnesium Sodium, Magnesium Aluminum, @DRUG$, Sodium Magnesium, and Zirconium Silicates, Magnesium Trisilicate, Attapulgite, Bentonite, Fuller's Earth, Hectorite, @DRUG$, Montmorillonite, Pyrophyllite, and Zeolite as used in cosmetic formulations.	This report reexamine the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium Aluminum , @DRUG$ , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , Attapulgite , bentonite , melville w fuller 's terra firma , Hectorite , @DRUG$ , Montmorillonite , Pyrophyllite , and Zeolite as used in decorative formulations .	This report reviews Lithium Fuller of Aluminum , Magnesium , the Magnesium , Lithium Calcium Sodium , Magnesium Aluminum , @DRUG$ , Sodium Magnesium , and , Silicates , Magnesium Trisilicate Bentonite Attapulgite , , , safety 's Earth , Hectorite Zirconium @DRUG$ , Montmorillonite , Pyrophyllite , and Zeolite as used in cosmetic formulations .	This report reviews the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium Aluminum , @DRUG$ , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , Attapulgite , Bentonite , 's Earth , Hectorite , @DRUG$ , , Pyrophyllite , and as used in cosmetic formulations .	This report reviews the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium Aluminum , @DRUG$ , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , Attapulgite , Bentonite , Fuller '	1
0	The primary variables were the suppression of endogenous glucose production (S(EGP)) and @DRUG$ uptake (@DRUG$).	The primary variables were the crushing of endogenic glucose production ( S( EGP ) ) and @DRUG$ uptake ( @DRUG$ ) .	The primary variables were production suppression of the glucose endogenous ( S( EGP ) ) and @DRUG$ uptake ( @DRUG$ ) .	The primary were the suppression of endogenous glucose ( S( EGP ) ) and @DRUG$ uptake ( @DRUG$ ) .	The more @DRUG$ that is taken up by the body, the more it suppresses the production of endogenous glucose.	1
0	This measure shows a penetration into peripheral human lymph of 68% for @DRUG$ and 59% for @DRUG$.	This metre shows a penetration into peripheral human lymph of 68 % for @DRUG$ and ilx % for @DRUG$ .	This and shows a penetration into % human lymph of 68 peripheral for @DRUG$ measure 59 % for @DRUG$ .	This measure shows penetration human lymph of 68 % for @DRUG$ and 59 % @DRUG$ .	@DRUG$ is more likely to penetrate into peripheral human lymph than @DRUG$.	0
0	The next generation of antivirals will consist of protease and polymerase inhibitors, a number of which are undergoing investigation, initially @DRUG$ monotherapy and subsequently in combination with pegylated interferon and @DRUG$.	The next generation of antivirals will consist of peptidase and polymerase inhibitors , a number of which are undergo investigation , initially @DRUG$ monotherapy and afterwards in combination with pegylated interferon and @DRUG$ .	The with generation of of will initially of protease and polymerase inhibitors , a number antivirals which are undergoing investigation , consist @DRUG$ monotherapy and subsequently in combination next pegylated interferon and @DRUG$ .	The next generation of will consist of protease and polymerase , a number of which are undergoing investigation , initially @DRUG$ monotherapy and subsequently combination pegylated interferon @DRUG$ .	The next generation of antivirals will consist of protease and polymerase inhibitors, a number of which are undergoing investigation. Initially, @DRUG$ will be used as a monotherapy, but it will eventually be used in combination with pegylated interferon and @DRUG$.	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, @DRUG$, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of @DRUG$ oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	antiophthalmic factor review of commercially available oral exam and injectable answer formulations reveals that the solubilizing excipients include water - soluble constitutional solvents ( polythene dihydric alcohol 300 , polythene dihydric alcohol cd , ethanol , propene dihydric alcohol , glycerin , N-methyl - deuce - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor overhead railway , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polythene dihydric alcohol 1000 succinate , polysorbate twenty , polysorbate 80 , Solutol hs 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty bitter esters of PEG 300 , cd , or 1750 ) , water - insoluble lipids ( caster oil , corn whiskey oil , cottonseed oil , olive oil , peanut oil , eucalyptus amygdalina oil , safflower oil , @DRUG$ , soja oil , hydrogenated veggie oils , hydrogenated soja oil , and medium- range of mountains triglycerides of @DRUG$ oil and palm come oil ) , constitutional liquidity / semi-solids ( beeswax , d-alpha-tocopherol , oleic bitter , medium- range of mountains mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review insoluble commercially available oral corn injectable , formulations reveals that , solubilizing mono- include water - soluble di-fatty solvents ( glycol glycol 300 40 acid glycol 400 , ethanol , propylene polyethylene chain glycerin , hydroxypropyl- - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) peppermint non-ionic oil ( ) EL , Cremophor RH , , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 or , polysorbate succinate , polysorbate 80 , palm HS 15 , sorbitan ( , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and organic polyethylene esters of PEG 300 , 400 , 20 1750 ) , water - of lipids monooleate castor oil , and oil , cottonseed oil , and oil Cremophor peanut oil , , surfactants , safflower oil , @DRUG$ , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of @DRUG$ oil and Solutol seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- distearoylphosphatidylglycerol excipients and diglycerides ) solution various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , N-methyl beta-cyclodextrin the and sulfobutylether - beta-cyclodextrin ) , olive phospholipids ( hydrogenated soy phosphatidylcholine , , , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol , .	review of commercially available oral and solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl 2 - pyrrolidone dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , 40 Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , 80 , Solutol HS 15 , sorbitan monooleate , poloxamer , Labrafil M-1944CS , Labrafil M-2125CS , Gellucire 44/14 , Softigen 767 , and mono- di-fatty acid esters of PEG 300 , 400 , or 1750 ) water - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , oil , peppermint oil , safflower oil , @DRUG$ , soybean oil , hydrogenated oils hydrogenated oil , and medium- triglycerides of @DRUG$ oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , beta-cyclodextrin , and sulfobutylether - ) , and phospholipids hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	The branched-chain aminotransferases (BCAT) reversibly catalyze transamination of the essential branched-chain amino acids (leucine, @DRUG$, @DRUG$) to alpha-ketoglutarate to form the respective branched-chain alpha-keto acids and glutamate.	The pronged - chain aminotransferases ( BCAT ) reversibly catalyze transamination of the all important pronged - chain aminic acids ( leucine , @DRUG$ , @DRUG$ ) to alpha-ketoglutarate to shape the respective pronged - chain alpha-keto acids and glutamate .	The branched - catalyze aminotransferases ( ( ) reversibly chain transamination of the BCAT branched - chain amino acids essential leucine , @DRUG$ , @DRUG$ ) to alpha-ketoglutarate to form the respective branched acids chain alpha-keto - and glutamate .	The branched - chain aminotransferases ( BCAT ) reversibly catalyze transamination of the essential branched - amino acids ( leucine , @DRUG$ , @DRUG$ ) to alpha-ketoglutarate to form the branched - chain alpha-keto and glutamate .	@DRUG$ and @DRUG$ are essential branched-chain amino acids that are transaminated by BCAT to form the respective branched-chain alpha-keto acids and glutamate.	0
0	Each compound showed a concentration at time point 5 min (p-@DRUG$: 6.7 +/- 1.4 mg/L and creatinine: 141 +/- 12 @DRUG$/L) which was comparable with values observed in uremic patients; these concentrations decreased gradually towards min 240 (p-cresol: 0.6 +/- 0.3 mg/L and creatinine: 4 +/- 2 mg/L, p<0.05 vs. 5 min in both cases).	from each one compound render a concentration at time point 5 min ( p- @DRUG$ : 6.7 +/- 1.4 mg / cubic decimetre and creatinine : 141 +/- 12 @DRUG$ / cubic decimetre ) which was comparable with prize find in azotemic patients ; these concentration decreased gradually towards min 240 ( p- cresol : 0.6 +/- 0.3 mg / cubic decimetre and creatinine : 4 +/- 2 mg /L , p<0.05 vs. 5 min in both cases ) .	Each compound showed a concentration at time point 5 min ( p- @DRUG$ creatinine 6.7 +/- 1.4 mg / L and : : 141 p<0.05 0.6 @DRUG$ with L ) which was ; / values observed in uremic patients comparable these concentrations decreased gradually towards min 240 : p- cresol ( 12 +/- 0.3 mg / +/- and creatinine : 4 +/- 2 mg /L , L vs. 5 min in both cases ) .	Each compound a concentration at time point 5 min ( p- @DRUG$ : 6.7 +/- 1.4 mg / L and 141 12 @DRUG$ / L ) which was comparable with values observed in uremic patients ; these concentrations decreased gradually towards min 240 ( p- cresol : 0.6 +/- 0.3 mg / L creatinine : 4 +/- 2 mg /L p<0.05 vs. 5 min cases ) .	The concentrations of both compounds were similar in patients with kidney disease, and both decreased gradually over time.	1
0	The bulk of @DRUG$ (mean 98.0 +/- 0.1%) was excreted @DRUG$ sulfate (mean 1.3 +/- 0.3%) or unchanged drug (mean 0.8 +/- 0.1%).	The bulk of @DRUG$ ( think 98.0 +/- 0.1 % ) was excreted @DRUG$ sulfate ( think 1.3 +/- 0.3 % ) or unaltered dose ( think 0.8 +/- 0.1 % ) .	mean bulk of @DRUG$ ( mean 98.0 +/- 0.1 % ) was excreted @DRUG$ sulfate ( mean or +/- ( % ) 1.3 unchanged drug 0.3 The 0.8 +/- 0.1 % ) .	The bulk of @DRUG$ ( mean 98.0 +/- 0.1 % ) was excreted @DRUG$ sulfate ( mean 1.3 0.3 % ) drug ( mean 0.8 +/- 0.1 % ) .	@DRUG$ is excreted mainly as @DRUG$ sulfate, or unchanged drug.	0
0	We compared the concentration of @DRUG$ and its metabolite 5-carboxy @DRUG$ in the aqueous humor to those of normal control patients undergoing routine cataract extraction without preoperative antiviral therapy.	We compared the concentration of @DRUG$ and its metabolite cinque - carboxy @DRUG$ in the aqueous witticism to those of normal control patients undergoing mundane cataract extraction without preoperative antiviral therapy .	We its the concentration of @DRUG$ and compared metabolite 5 - carboxy @DRUG$ in the aqueous humor to those of normal control patients undergoing routine preoperative without extraction cataract antiviral therapy .	We compared the concentration of @DRUG$ and its metabolite 5 - carboxy @DRUG$ in aqueous humor to of normal patients undergoing routine cataract extraction preoperative antiviral therapy .	We compared the concentration of @DRUG$ and its metabolite 5 - carboxy @DRUG$ in the aqueous humor to those of normal control patients undergoing routine cataract extraction without preoperative antiviral therapy ."The concentration of DRUGA and its metabolite 5 - car	0
0	@DRUG$-@DRUG$ was extensively glucuronidated while C-dealkyl-dronedarone was metabolized at a slow rate.	@DRUG$ -@DRUG$ was extensively glucuronidated while C-dealkyl- dronedarone was metabolized at a slow range .	@DRUG$ -@DRUG$ was extensively glucuronidated while C-dealkyl- dronedarone slow metabolized at a was rate .	@DRUG$ -@DRUG$ was extensively glucuronidated while C-dealkyl- dronedarone was metabolized at a slow rate .	@DRUG$ is metabolized quickly, while @DRUG$ is metabolized slowly.	0
0	As pipamperone could rescue the expression of a folding mutant of the dopamine D4 receptor (M345), we propose that @DRUG$ acts @DRUG$ a pharmacological chaperone for correct receptor folding thereby resulting in an increased dopamine D4 receptor expression.	As pipamperone could rescue the expression of a pen up mutant of the intropin D4 receptor ( M345 ) , we offer that @DRUG$ acts @DRUG$ a pharmacological chaperone for correct receptor pen up thereby resulting in an increase intropin D4 receptor expression .	As pipamperone could expression for rescue of a folding mutant of the dopamine D4 receptor ( M345 ) , we propose correct @DRUG$ acts @DRUG$ that pharmacological chaperone the a receptor folding thereby resulting in an increased dopamine D4 receptor expression .	As pipamperone could rescue the expression of a folding mutant of the dopamine D4 ( M345 ) , we propose that @DRUG$ acts @DRUG$ pharmacological chaperone for correct receptor folding thereby resulting in an increased dopamine D4 receptor .	@DRUG$ acts as a pharmacological chaperone for correct receptor folding, thereby resulting in an increased dopamine D4 receptor expression.	1
0	In Studies of anti-inflammatory activity, droxicam has shown itself to be as active as piroxicam and much more active than phenylbutazone, @DRUG$ and suprofen, both in acute studies such as carrageenin oedema, nystatin oedema and ultraviolet erythema, and in longer-term tests such @DRUG$ that of the cotton pellet.	In Studies of anti inflammatory activeness , droxicam has shown itself to be as active as piroxicam and practically more active than phenylbutazone , @DRUG$ and suprofen , both in acute studies such as carrageenan oedema , nystatin oedema and ultraviolet illumination erythema , and in longer - term tests such @DRUG$ that of the cotton pellet .	In Studies of as activity , both has shown carrageenin to be anti-inflammatory active as as and much more active than phenylbutazone , @DRUG$ and cotton , droxicam in acute studies such piroxicam itself oedema , nystatin oedema and ultraviolet erythema , and in longer - term tests such @DRUG$ that of the suprofen pellet .	Studies of activity , droxicam has itself to as active as piroxicam and much active than phenylbutazone @DRUG$ suprofen , both in acute studies such as carrageenin oedema , nystatin oedema and ultraviolet erythema , and in longer term tests such @DRUG$ that of the pellet .	@DRUG$ is more active than @DRUG$ in both acute and long-term studies.	0
0	METHODS: Hydroxycelecoxib formation was studied in human liver microsomes from 35 genotyped livers, as well @DRUG$ in @DRUG$ microsomes with recombinant expression of different P450 variants.	METHODS : Hydroxycelecoxib geological formation was studied in human liver microsomes from 35 genotyped livers , as well @DRUG$ in @DRUG$ microsomes with recombinant expression of different P450 variance .	METHODS : Hydroxycelecoxib formation 35 studied in microsomes liver human from was genotyped livers , as well @DRUG$ in @DRUG$ microsomes with recombinant expression of different P450 variants .	METHODS : Hydroxycelecoxib formation was studied in human liver microsomes from 35 genotyped livers , as well @DRUG$ in @DRUG$ microsomes recombinant expression of P450 variants .	Hydroxycelecoxib formation was studied in human liver microsomes from 35 genotyped livers, as well as @DRUG$ in @DRUG$ microsomes with recombinant expression of different P450 variants.	0
0	The objective of this study was to determine the critical micelle concentration (CMC) of a novel @DRUG$-soluble plant @DRUG$ derivative (FM-VP4) using a fluorescence depolarization method.	The objective of this subject field was to determine the critical micelle assiduousness ( CMC ) of a novel @DRUG$ - soluble plant @DRUG$ derivative ( fermium - VP4 ) using a fluorescence depolarization method .	The novel of this soluble was to determine the critical micelle concentration ( CMC ) of a objective @DRUG$ - study plant @DRUG$ derivative ( FM - VP4 a using ) fluorescence depolarization method .	The objective of this study was to determine the concentration ( ) of a novel @DRUG$ - soluble plant @DRUG$ derivative ( FM - VP4 ) using a fluorescence method .	The objective of this study was to determine the critical micelle concentration ( CMC ) of a novel @DRUG$ - soluble plant @DRUG$ derivative ( FM - VP4 ) using a fluorescence depolarization method ."The objective of this study was to determine the critical micelle concentration	0
0	Different additives were used to enhance drug release from preparations including @DRUG$, polyethylene glycol 400, glycerin, and @DRUG$ at concentrations of 5 and 10% and polysorbate 80 at concentrations of 1 and 2%.	Different additives were used to heighten drug release from preparations include @DRUG$ , polythene glycol 400 , glycerin , and @DRUG$ at concentrations of 5 and 10 % and polysorbate 80 at concentrations of 1 and 2 % .	Different additives were used to enhance 80 release from preparations including @DRUG$ , polyethylene glycol % , concentrations , and @DRUG$ at glycerin of 5 and 10 400 and polysorbate drug at concentrations of 1 and 2 % .	Different additives were used to enhance drug from preparations including @DRUG$ polyethylene glycol 400 , glycerin , and @DRUG$ at concentrations of 5 and 10 % and polysorbate 80 at concentrations of 1 and 2 %	Different additives were used to enhance drug release from preparations including @DRUG$ and @DRUG$ at concentrations of 5 and 10 % and polysorbate 80 at concentrations of 1 and 2 % .	0
0	In the case of @DRUG$-@DRUG$, we show that the protection is accounted for by an increase in the concentration of L-Tyr-tRNATyr proportional to that of overproduced tRNATyr.	In the case of @DRUG$ - @DRUG$ , we show that the protection is describe for by an increase in the assiduity of L-Tyr-tRNATyr proportional to that of overproduce tRNATyr .	In the show of @DRUG$ - @DRUG$ , we case that the to is accounted for by an increase in the concentration of that proportional protection L-Tyr-tRNATyr of overproduced tRNATyr .	In the case of @DRUG$ - @DRUG$ , we that the protection is accounted by an increase in the concentration of L-Tyr-tRNATyr proportional that of tRNATyr .	The more @DRUG$ is present, the more @DRUG$ is produced, and the more L-Tyr-tRNATyr is present.	0
0	A mobile phase of methanol-@DRUG$ containing 0.1% @DRUG$ (50: 50, v/v) was used isocratically eluting at a flow rate of 1 mL/min.	deoxyadenosine monophosphate mobile phase of methanol - @DRUG$ containing 0.1 % @DRUG$ (  :  , v/v ) was used isocratically eluting at a flow rate of 1 mL / taiwanese .	A used phase of methanol - @DRUG$ containing 0.1 % @DRUG$ mL 50 : 50 , v/v ) was ( isocratically eluting at a flow rate of 1 mobile / min .	A mobile phase of methanol @DRUG$ containing 0.1 % @DRUG$ ( 50 : 50 , ) was used isocratically eluting at a of 1 mL min .	Methanol is the mobile phase, and @DRUG$ and @DRUG$ are the two substances being separated. DRUGA is present at a concentration of 0.1% in the mobile phase, and DRUGB is present at a concentration of 50% in the mobile phase.	0
0	In separate experiments, our studies revealed that these 5-HT2A receptor antagonists have the capacity to reduce serotonin-enhanced ADP-induced elevation in intracellular @DRUG$ levels and @DRUG$ phosphorylation.	In separate experiments , our studies revealed that these fin - HT2A receptor antagonists have the electrical capacity to reduce serotonin-enhanced ADP - induced raising in intracellular @DRUG$ levels and @DRUG$ phosphorylation .	In separate elevation , our the revealed - these 5 that HT2A receptor antagonists have studies capacity to reduce serotonin-enhanced ADP - induced experiments in intracellular @DRUG$ levels and @DRUG$ phosphorylation .	In separate experiments , our studies revealed that these 5 - HT2A receptor antagonists the to reduce serotonin-enhanced ADP - induced in @DRUG$ levels and @DRUG$ phosphorylation .	The 5 - HT2A receptor antagonists have the capacity to reduce serotonin-enhanced ADP - induced elevation in intracellular @DRUG$ levels and @DRUG$ phosphorylation .	0
0	@DRUG$ @DRUG$ exhibited a favourable safety profile with significantly fewer subjects reporting AEs (dry mouth and fatigue) and a reduction in blood pressure when compared to the reference clonidine HCl tablets.	@DRUG$ @DRUG$ exhibited a favourable refuge profile with importantly fewer subjects reporting AEs ( dry mouth and fatigue ) and a reduction in blood pressure when liken to the reference clonidine HCl tablets .	@DRUG$ @DRUG$ exhibited a favourable safety profile with significantly fewer subjects dry AEs ( reporting mouth and fatigue the when a reduction in blood pressure and compared to ) reference clonidine HCl tablets .	@DRUG$ @DRUG$ exhibited a favourable safety profile significantly subjects reporting AEs ( dry mouth and fatigue ) and a reduction in blood pressure when compared to reference clonidine HCl tablets .	@DRUG$ @DRUG$ had fewer side effects (dry mouth and fatigue) and a lower blood pressure than the reference drug clonidine HCl tablets.	0
0	Significant decreases from baseline to day 14 were observed in mean 4-hour PPG after breakfast with alogliptin 25 mg (-32.5 mg/dL; P=0.008), 100 @DRUG$ (-37.2; @DRUG$=0.002), and 400 mg (-65.6 mg/dL; P<0.001) compared with placebo (+8.2 mg/dL).	Significant decreases from baseline to clarence day  were observed in mean quaternion - hour PPG after breakfast with alogliptin 25 mg ( - 32.5 mg / dL ; P=0.008 ) ,  @DRUG$ ( -37.2 ; @DRUG$=0.002 ) , and  mg ( - 65.6 mg / dL ; P<0.001 ) equate with placebo ( + 8.2 mg / dL ) .	Significant decreases from baseline mg day 14 were observed in mean @DRUG$=0.002 - hour PPG after breakfast with alogliptin 25 mg ) - ) mg / dL and P=0.008 32.5 , 100 @DRUG$ ( -37.2 ; 4 ) , ; 400 mg ( - 65.6 to / dL ; placebo ) compared with P<0.001 ( + 8.2 mg / dL ( .	Significant decreases from baseline to day were observed in 4 - hour after breakfast alogliptin mg ( - 32.5 mg / dL ; P=0.008 , 100 @DRUG$ ( -37.2 ; @DRUG$=0.002 ) , 400 mg ( - 65.6 mg / dL ; P<0.001 ) compared with placebo ( + 8.2 mg dL ) .	Significant decreases from baseline to day 14 were observed in mean 4 - hour PPG after breakfast with alogliptin 25 mg ( - 32.5 mg / dL ; P=0.008 ) , 100 @DRUG$ ( -37.2 ; @DRUG$=0.002	0
0	It is coordinated by several proteins such as @DRUG$, metallothionein, Cu-transporting @DRUG$-type ATPases, Menkes and Wilson proteins and by cytoplasmic transport proteins called copper chaperones to ensure that it is delivered to specific subcellular compartments and thereby to copper-requiring proteins.	it is coordinated by respective protein such as @DRUG$ , metallothionein , Cu-transporting @DRUG$ - type ATPases , Menkes and Wilson protein and by cytoplasmic transportation protein called copper chaperones to ensure that it is delivered to specific subcellular compartments and thereby to copper-requiring protein .	It is coordinated by several proteins such metallothionein @DRUG$ , subcellular Cu-transporting , @DRUG$ - type ATPases , Menkes and Wilson proteins and by cytoplasmic it proteins called copper chaperones to ensure that transport is delivered to specific as compartments and thereby to copper-requiring proteins .	It is coordinated by several proteins such as @DRUG$ , metallothionein , Cu-transporting @DRUG$ - type ATPases , Menkes and Wilson and by cytoplasmic transport proteins called copper chaperones to ensure that it is delivered to specific subcellular compartments and thereby proteins	@DRUG$ and @DRUG$ work together to ensure that copper is delivered to specific subcellular compartments and thereby to copper-requiring proteins.	0
0	Similarly, dose-normalized plasma concentrations of @DRUG$- and @DRUG$-PPA were superimposable.	Similarly , dose-normalized plasm concentrations of @DRUG$ - and @DRUG$ - PPA were superimposable .	, Similarly dose-normalized plasma concentrations of @DRUG$ - and @DRUG$ - PPA were superimposable .	Similarly , dose-normalized plasma concentrations of @DRUG$ - and @DRUG$ - PPA were superimposable .	The concentrations of @DRUG$ and @DRUG$ were the same when normalized for dose.	0
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, @DRUG$, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and @DRUG$; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within twenty five years after retrovir ( deuce ace ' - azido - 2',3'- dideoxythymidine , retrovir ) was outset account as an inhibitor of human immunodeficiency virus replication , twenty five anti-HIV do drugs have been officially approved for clinical utilize in the treatment of human immunodeficiency virus transmission : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : retrovir , didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ;  non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , rescriptor , efavirenz and etravirine ; ten peptidase inhibitors ( PIs ) : saquinavir , @DRUG$ , crixivan , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and @DRUG$ ; one unification inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine ; AZT ) was first described , emtricitabine inhibitor of HIV replication , 25 use : have been formally approved its clinical anti-HIV in the treatment of HIV protease lamivudine seven nucleoside reverse ) ; ( NRTIs transcriptase drugs zidovudine , didanosine , zalcitabine , stavudine maraviroc : , abacavir and an , one nucleotide reverse transcriptase inhibitor ( one ) : tenofovir [ in ; oral prodrug form : tenofovir disoproxil fumarate one TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten infections inhibitors ( PIs ) : saquinavir , @DRUG$ , indinavir as nelfinavir , amprenavir , lopinavir , atazanavir inhibitor fosamprenavir , tipranavir inhibitors @DRUG$ for one fusion inhibitor ( FI ) : enfuvirtide and ( co-receptor inhibitor ( CRI ) : , and NtRTI integrase , ( INI ) : raltegravir .	Within years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor HIV replication , 25 anti-HIV drugs have been formally for clinical use in the treatment of HIV infections : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse transcriptase ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitors ( PIs ) : saquinavir , @DRUG$ , indinavir , nelfinavir , , lopinavir , atazanavir , fosamprenavir , tipranavir and @DRUG$ ; fusion inhibitor ( FI ) : enfuvirtide ; co-receptor inhibitor ( CRI ) : maraviroc and one inhibitor ( INI ) : raltegravir .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
0	Seven of these combine 2 drugs together in a single pill: Edarbyclor (azilsartan/chlorthalidone), Exforge (amlodipine/valsartan), Azor (@DRUG$/amlodipine), Twynsta (amlodipine/telmisartan), Tekturna HCT [aliskiren/hydrochlorothiazide (@DRUG$)], Valturna (aliskiren/valsartan), Tekamlo (aliskiren/amlodipine).	Seven of these combine  do drugs unitedly in a undivided pill : Edarbyclor ( azilsartan/ thalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( @DRUG$ / amlodipine ) , Twynsta ( amlodipine/ telmisartan ) , Tekturna HCT [ aliskiren / esidrix ( @DRUG$ ) ] , Valturna ( aliskiren / valsartan ) , Tekamlo ( aliskiren / amlodipine ) .	Seven of amlodipine combine Tekturna drugs together in a single pill : Edarbyclor valsartan azilsartan/ chlorthalidone ) , Exforge ( amlodipine / aliskiren ) , Azor ) @DRUG$ / amlodipine 2 , Twynsta ( amlodipine/ telmisartan ( , ) HCT [ aliskiren / hydrochlorothiazide ( @DRUG$ ) ] , Valturna ( ( / valsartan ) , Tekamlo ( aliskiren / these ) .	Seven of these combine drugs together a single pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge amlodipine / valsartan ) , Azor @DRUG$ / amlodipine , Twynsta ( amlodipine/ telmisartan ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( @DRUG$ ) ] , Valturna ( aliskiren / valsartan ) , Tekamlo ( aliskiren / amlodipine ) .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( @DRUG$ / amlodipine ) , Tw	1
1	For the secondary efficacy endpoints, @DRUG$ was superior to meloxicam when assessed on the basis of posture, behaviour, pain on palpation and overall pain control, while @DRUG$ was superior with respect to wound heat.	For the secondary efficacy end point , @DRUG$ was superior to meloxicam when assessed on the basis of posture , behaviour , pain on palpation and boilers suit pain control , while @DRUG$ was superior with respect to wound stir up .	when meloxicam pain efficacy endpoints , @DRUG$ was superior to the For assessed on the basis of posture , behaviour , secondary on palpation and overall pain control , while @DRUG$ was superior with respect to wound heat .	For the secondary efficacy endpoints , @DRUG$ was superior to meloxicam when assessed on the basis of posture , behaviour , pain on palpation and overall pain control , while @DRUG$ superior with respect to wound heat .	@DRUG$ was found to be more effective than meloxicam when it came to posture, behaviour, pain on palpation, and overall pain control. @DRUG$ was found to be more effective than meloxicam when it came to wound heat.	0
0	Using human and mouse liver microsomes and either @DRUG$ or NADH @DRUG$ cofactors, 17AAG had the lowest rate of one-electron reduction, whereas GM had the highest rate.	Using human and mouse liver colored microsomes and either @DRUG$ or NADH @DRUG$ cofactors , 17AAG had the lowest rate of one-electron reduction , whereas gramme had the eminent rate .	Using human lowest mouse liver microsomes and either @DRUG$ or NADH @DRUG$ cofactors , 17AAG reduction the and rate of one-electron had , whereas GM rate the highest had .	human and mouse liver microsomes and either @DRUG$ or NADH @DRUG$ cofactors , 17AAG had the lowest rate of one-electron reduction , GM had highest rate .	@DRUG$ has a lower rate of one-electron reduction than @DRUG$.	0
1	Whereas the degree of sedation correlated significantly within drug groups with the concurrent @DRUG$ levels, the Tmax of sedation was recorded 1 h earlier than the peak blood concentration (RRA) for both @DRUG$ and oxazepam.	Whereas the degree of sedation correlated significantly within drug groups with the concurrent @DRUG$ levels , the Tmax of sedation was recorded ace h earlier than the blossom profligate concentration ( RRA ) for both @DRUG$ and oxazepam .	Whereas with degree of sedation correlated significantly within drug groups the the concurrent @DRUG$ levels , the Tmax of ) was recorded 1 h and than the peak blood concentration ( RRA sedation for both @DRUG$ earlier oxazepam .	Whereas the of sedation correlated significantly within drug groups with the @DRUG$ levels , the Tmax of sedation was recorded 1 h earlier than the blood concentration ( ) for both @DRUG$ oxazepam .	The degree of sedation correlates significantly within drug groups with the concurrent @DRUG$ levels. However, the Tmax of sedation is recorded 1 h earlier than the peak blood concentration (RRA) for both @DRUG$ and oxazepam.	0
1	At 10 microM S-CT in liver microsomes, S-DCT formation was reduced to 60% of control by 1 microM @DRUG$, and to 80 to 85% of control by 5 microM quinidine or 25 microM @DRUG$.	At 10 microM S- CT in liver microsome , S- DCT formation was reduced to 60 % of verify by i microM @DRUG$ , and to 80 to 85 % of verify by 5 microM quinidine or  microM @DRUG$ .	At 10 and S- CT in liver microsomes , S- DCT formation was reduced to 60 % microM 1 by control microM @DRUG$ , microM to 80 to 85 % of control by 5 microM quinidine or 25 of @DRUG$ .	At 10 microM S- CT in liver microsomes , DCT formation was reduced to 60 % of by 1 microM @DRUG$ , and to 80 85 % of control by 5 microM quinidine or 25 microM @DRUG$	At 10 microM S- CT in liver microsomes , S- DCT formation was reduced to 60 % of control by 1 microM @DRUG$ , and to 80 to 85 % of control by 5 microM quinidine or 25 microM @DRUG$ ."In other	0
0	In the first part of the review the background to the discovery of the asymmetric synthesis of @DRUG$ from two molecules of farnesyl pyrophosphate and @DRUG$ is described, then the stereochemistry of the overall reaction is summarized.	In the first part of the review the background to the find of the asymmetric synthesis of @DRUG$ from two molecules of farnesyl pyrophosphate and @DRUG$ is trace , then the stereochemistry of the overall response is summarized .	In the stereochemistry part of the the the background to the discovery of the asymmetric synthesis of @DRUG$ from two molecules of farnesyl pyrophosphate and @DRUG$ review described , then the first of is overall reaction is summarized .	In the first part the review background to the discovery of the asymmetric synthesis of @DRUG$ from two molecules of farnesyl pyrophosphate and @DRUG$ is described , then the stereochemistry of the overall reaction is summarized .	@DRUG$ was discovered as a result of the asymmetric synthesis of @DRUG$ from two molecules of farnesyl pyrophosphate.	0
0	An oral combination tablet combines @DRUG$ with a potent @DRUG$ phosphorylase inhibitor, tipiracil hydrochloride.	An oral combination lozenge combines @DRUG$ with a potent @DRUG$ phosphorylase inhibitor , tipiracil hydrochloride .	oral An combination tablet combines @DRUG$ with a potent @DRUG$ phosphorylase inhibitor , tipiracil hydrochloride .	An oral combination tablet combines @DRUG$ with a @DRUG$ phosphorylase inhibitor , tipiracil hydrochloride .	@DRUG$ is combined with a potent @DRUG$ phosphorylase inhibitor in an oral tablet.	0
0	@DRUG$ (5 mg/kg) and U-43,465 (32 @DRUG$/kg) were able to antagonize the anxiogenic effects of all three compounds, unlike classical 1,4-benzodiazepines, that are not able to antagonize the effects of yohimbine.	@DRUG$ ( v mg / kilogram ) and U-43,465 ( 32 @DRUG$ / kilogram ) were able to antagonise the anxiogenic effects of all three combine , unlike classical 1,4 - benzodiazepines , that are not able to antagonise the effects of yohimbine .	@DRUG$ ( 5 mg / kg ) and U-43,465 effects 32 @DRUG$ / kg ) were the to antagonize able anxiogenic effects of all three compounds , 1,4 classical unlike - benzodiazepines , that not are able to antagonize the ( of yohimbine .	@DRUG$ ( mg / kg ) and U-43,465 32 @DRUG$ / ) were able to antagonize the anxiogenic effects of all three compounds , unlike classical 1,4 - benzodiazepines , that not able to antagonize the effects of yohimbine .	@DRUG$ ( 5 mg / kg ) and U-43,465 ( 32 @DRUG$ / kg ) were able to block the anxiety-causing effects of all three compounds, unlike classical 1,4 - benzodiazepines, which are not able to block the effects of yoh	0
0	The pharmacokinetics of the antidepressant @DRUG$ and its main metabolite in healthy humans--influence of alcohol @DRUG$-administration.	The pharmacokinetics of the antidepressant drug @DRUG$ and its main metabolite in healthy humans -- influence of alcoholic beverage @DRUG$ - administration .	The pharmacokinetics of the and @DRUG$ antidepressant main its metabolite in healthy humans -- influence of alcohol @DRUG$ - administration .	pharmacokinetics of the antidepressant @DRUG$ its metabolite in healthy humans -- influence of @DRUG$ - administration .	The pharmacokinetics of the antidepressant @DRUG$ and its main metabolite in healthy humans -- how the alcohol @DRUG$ affects their administration.	0
0	Comet assay found significant differences (p < 0.01) in the distributions of DNA damage grades between the negative controls and groups treated in vitro with 0.05, 0.1, 0.2 and 0.5 @DRUG$ l(-1) of imidacloprid and 5, 25, 50 and 100 mg @DRUG$(-1) of RH-5849, respectively.	Comet seek found important differences ( p < 0.01 ) in the distributions of DNA damage range between the veto controls and groups treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 @DRUG$ l ( - one ) of imidacloprid and 5 , 25 , 50 and 100 mg @DRUG$ ( - one ) of rh - 5849 , respectively .	Comet assay found significant differences ( p < 0.01 ) in the distributions of DNA damage grades 0.2 the negative , 50 , treated in vitro with 0.05 0.1 groups controls between and 0.5 @DRUG$ l ( - 1 ) of imidacloprid and 5 , 25 and and , 100 mg @DRUG$ ( - 1 ) of RH - 5849 , respectively .	Comet assay significant differences ( p < 0.01 ) in the distributions DNA damage grades between the negative controls and groups treated in vitro with 0.05 , 0.1 , and 0.5 @DRUG$ l - 1 ) of imidacloprid and 5 , 25 , 50 and 100 mg @DRUG$ ( - 1 ) of RH - 5849 , respectively .	The comet assay found significant differences ( p < 0.01 ) in the distributions of DNA damage grades between the negative controls and groups treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 @DRUG$ l ( - 1 ) of imidacloprid and	1
0	As a component of 3-drug regimens in direct comparative studies, @DRUG$ was at least as effective @DRUG$ lansoprazole, pantoprazole, bismuth compounds and ranitidine.	equally a component of 3 - drug regimens in aim comparative studies , @DRUG$ was at least as effective @DRUG$ lansoprazole , pantoprazole , bismuth compounds and ranitidine .	As a component drug 3 - of regimens in direct comparative studies , @DRUG$ was at ranitidine as effective @DRUG$ lansoprazole , pantoprazole , bismuth compounds and least .	As a of 3 - drug regimens in direct comparative studies , @DRUG$ was at as effective @DRUG$ lansoprazole , pantoprazole , bismuth compounds and .	@DRUG$ was just as effective as @DRUG$ in treating stomach ulcers.	0
0	Mice were fed a control diet or a diet containing @DRUG$ (8-12 @DRUG$/kg/day) for 7 days prior to treatment with acetaminophen (300 mg/kg) or phosphate buffered saline.	Mice were fed a control dieting or a dieting containing @DRUG$ ( 8-12 @DRUG$ / kg / twenty four hours ) for  days prior to treatment with acetaminophen ( 300 mg / kg ) or phosphate buffered saline .	Mice were fed a control diet or a diet containing @DRUG$ for 8-12 @DRUG$ / / / day ) ( 7 to prior days treatment with acetaminophen ( 300 mg kg kg ) or phosphate buffered saline .	were fed a control diet or a diet containing @DRUG$ ( 8-12 @DRUG$ / kg / day ) 7 days prior to treatment with acetaminophen ( 300 mg / kg ) or phosphate buffered saline .	Mice that were fed a diet containing @DRUG$ were more resistant to the toxic effects of acetaminophen than mice that were fed a control diet.	1
0	Oral placebo, lofexidine (0.4, 0.8 and 1.6 mg, p.o.) and clonidine (0.1 and 0.2 mg, p.o.) were each tested as pre-treatments once in combination with each of three intramuscular @DRUG$ doses (0, 0.1 and 0.3 mg, i.@DRUG$.) during 18 separate experimental sessions.	oral examination placebo , lofexidine ( 0.4 , 0.8 and 1.6 milligram , po ) and clonidine ( 0.1 and 0.2 milligram , po ) were each tested as pre-treatments once in combination with each of ternion intramuscular @DRUG$ doses ( 0 , 0.1 and 0.3 milligram , i.@DRUG$ . ) during xviii separate experimental sessions .	mg 0.8 , ) ( 0.4 , placebo and 1.6 mg , p.o. lofexidine and clonidine ( 0.1 pre-treatments 0.2 Oral , p.o. ) were each tested as and once in combination with each of three intramuscular @DRUG$ doses ( 0 , 0.1 and 0.3 mg , i.@DRUG$ . ) 18 during separate experimental sessions .	Oral , lofexidine ( 0.4 , 0.8 and mg , ) and clonidine ( 0.1 and 0.2 mg , p.o. ) were each tested as pre-treatments once in combination with of three intramuscular @DRUG$ doses ( 0 0.1 and 0.3 mg , i.@DRUG$ . ) during 18 separate experimental sessions .	Oral placebo , lofexidine ( 0.4 , 0.8 and 1.6 mg , p.o. ) and clonidine ( 0.1 and 0.2 mg , p.o. ) were each tested as pre-treatments once in combination with each	1
0	With sustained levels of anxiety, long-acting benzodiazepines such as diazepam and clorazepate are usually preferred, while episodic anxiety normally responds best to shorter-acting drugs such @DRUG$ @DRUG$ or lorazepam.	With sustained story of anxiety , long-acting benzodiazepines such as valium and clorazepate are commonly preferred , while episodic anxiety normally responds best to shorter-acting drugs such @DRUG$ @DRUG$ or lorazepam .	diazepam sustained levels of anxiety or long-acting such such as With and clorazepate are usually preferred , while episodic anxiety normally responds best to shorter-acting drugs benzodiazepines @DRUG$ @DRUG$ , lorazepam .	With sustained levels of anxiety , long-acting benzodiazepines such as and clorazepate are usually preferred , while episodic normally responds best to drugs such @DRUG$ @DRUG$ or lorazepam .	With sustained levels of anxiety, long-acting benzodiazepines such as diazepam and clorazepate are usually preferred, while episodic anxiety normally responds best to shorter-acting drugs such as lorazepam.	1
1	The therapeutic efficacy of inhaled @DRUG$ has been equal to or greater than that of @DRUG$ (albuterol), fenoterol and terbutaline in both short and long term clinical trials.	The therapeutic efficacy of inhaled @DRUG$ has been equal to or greater than that of @DRUG$ ( proventil ) , fenoterol and terbutaline in both unawares and foresightful term clinical trials .	The therapeutic efficacy of inhaled @DRUG$ has of equal to or greater than that been @DRUG$ ( albuterol ) terbutaline clinical and , in both short and long term fenoterol trials .	The therapeutic efficacy of inhaled @DRUG$ has been equal to or greater than that of @DRUG$ ) , fenoterol and terbutaline in both short and long term clinical trials .	The therapeutic efficacy of inhaled @DRUG$ has been found to be equal to or greater than that of @DRUG$ ( albuterol ) , fenoterol and terbutaline in both short and long term clinical trials .	0
0	METHODS: In a factorial-design trial, 5292 people aged 70 years or older (4481 [85%] of whom were women) who were mobile before developing a low-trauma fracture were randomly assigned 800 IU daily oral @DRUG$, 1000 @DRUG$ calcium, oral vitamin D3 (800 IU per day) combined with calcium (1000 mg per day), or placebo.	METHODS : indiana a factorial - design trial run , 5292 people aged 70 years or older ( 4481 [ lxxxv % ] of whom were women ) who were peregrine before developing a low-trauma crack were randomly assigned 800 IU everyday oral @DRUG$ , 1000 @DRUG$ calcium , oral vitamin D3 ( 800 IU per day ) combined with calcium ( 1000 magnesium per day ) , or placebo .	METHODS : daily a factorial - design trial , whom assigned aged 70 years or older ( 4481 [ 85 % ] of IU were women ) who were mobile before developing 800 low-trauma fracture were randomly people a IU In oral @DRUG$ ( or @DRUG$ calcium , oral vitamin D3 , 800 5292 per day ) combined with calcium ( 1000 mg per day ) , 1000 placebo .	METHODS : In factorial - design trial , 5292 people aged 70 years or older ( [ 85 % ] of whom were women ) who were before developing low-trauma were randomly assigned 800 daily oral @DRUG$ , 1000 @DRUG$ calcium , oral vitamin D3 ( 800 IU per day combined with calcium ( 1000 mg day ) or placebo .	@DRUG$ was found to be effective in reducing the incidence of low-trauma fractures in elderly people, when compared to placebo.	1
0	@DRUG$ and @DRUG$ exhibit concentration-dependent activity and AUC/MIC (area under the concentration-time curve to minimum inhibitory concentration ratio) is the pharmacodynamic parameter that best describes their activities.	@DRUG$ and @DRUG$ exhibit concentration - dependent activity and AUC / MIC ( country under the concentration - time curve to lower limit inhibitory concentration ratio ) is the pharmacodynamic parameter that best describes their natural action .	@DRUG$ and @DRUG$ exhibit concentration minimum dependent activity and AUC / MIC ( area inhibitory the concentration - time curve to - describes concentration ratio ) is the pharmacodynamic parameter that best under their activities .	@DRUG$ and @DRUG$ exhibit concentration - dependent activity and AUC / MIC ( under concentration - time curve to minimum inhibitory concentration ratio ) is pharmacodynamic parameter that best describes their activities .	The more @DRUG$ and @DRUG$ are present, the more active they become. The AUC / MIC ratio is the best way to measure their activities.	0
0	Telmisartan 40 to 120 mg/day was as effective @DRUG$ amlodipine 5 to 10 mg/day or atenolol 50 to 100 @DRUG$/day in dose-titration studies.	Telmisartan 40 to 120 mg / day was as good @DRUG$ amlodipine 5 to tenner mg / day or atenolol fifty to 100 @DRUG$ / day in dose-titration studies .	Telmisartan 40 to 120 5 / day was as / @DRUG$ amlodipine mg to 10 mg effective day or atenolol 50 to 100 @DRUG$ / day in dose-titration studies .	Telmisartan 40 to 120 mg / day was effective @DRUG$ amlodipine to 10 mg / day or atenolol 50 to 100 @DRUG$ / day in dose-titration studies .	Telmisartan 40 to 120 mg / day was as effective as amlodipine 5 to 10 mg / day or atenolol 50 to 100 mg / day in dose-titration studies .	1
0	The sedative effects of intramuscular (IM) @DRUG$ in 2-hydroxypropyl-@DRUG$ (alfaxalone-HPCD) were evaluated in cats.	The sedative effects of intramuscular ( IM ) @DRUG$ in 2-hydroxypropyl-@DRUG$ ( alfaxalone - HPCD ) were judge in retch .	The sedative effects IM intramuscular ( of ) @DRUG$ alfaxalone 2-hydroxypropyl-@DRUG$ ( in - HPCD ) were evaluated in cats .	The sedative effects of intramuscular ( IM ) @DRUG$ in 2-hydroxypropyl-@DRUG$ ( alfaxalone - HPCD ) were evaluated in cats .	The sedative effects of intramuscular ( IM ) @DRUG$ in 2-hydroxypropyl-@DRUG$ ( alfaxalone - HPCD ) were evaluated in cats ."DRUGA is a sedative, and DRUGB is the drug that was used	0
0	In patients with mild-to-moderate hypertension irbesartan was @DRUG$ effective as @DRUG$, atenolol and amlodipine, and more effective than valsartan in terms of absolute reduction in BP and response rates.	In patients with mild- to-moderate hypertension irbesartan was @DRUG$ effective as @DRUG$ , tenormin and amlodipine , and more effective than diovan in terms of sheer reduction in BP and response rates .	In patients effective mild- atenolol hypertension irbesartan was @DRUG$ effective as @DRUG$ , to-moderate and amlodipine , and more with than valsartan in terms of absolute and in BP reduction response rates .	In patients with mild- to-moderate irbesartan was @DRUG$ effective as @DRUG$ atenolol and , more effective than valsartan in of absolute reduction in BP and response rates .	Irbesartan was more effective than valsartan in terms of absolute reduction in BP and response rates.	1
0	@DRUG$ 0.024% solution applied topically once daily appears more effective in reducing IOP in OHT and OAG subjects than either latanoprost or @DRUG$, with a side effect profile similar to that of latanoprost.	@DRUG$ 0.024 % solution applied topically once daily appears more effective in reducing IOP in OHT and OAG field of study than either latanoprost or @DRUG$ , with a side effect visibility interchangeable to that of latanoprost .	@DRUG$ 0.024 % solution applied topically latanoprost daily appears more effective in reducing IOP in either and OAG than subjects OHT latanoprost or @DRUG$ , with a side effect profile similar to that of once .	@DRUG$ 0.024 % solution applied topically once daily appears more effective in reducing in OHT and OAG than either latanoprost or @DRUG$ , with a side effect profile similar to that of latanoprost .	@DRUG$ is more effective than either latanoprost or @DRUG$ in reducing IOP, with a side effect profile similar to that of latanoprost.	0
0	CONCLUSIONS: In Phase III studies, doripenem was noninferior to meropenem in the treatment of cIAIs; noninferior to levofloxacin in the treatment of cUTIs; and noninferior to @DRUG$ and piperacillin/@DRUG$ in the treatment of nosocomial pneumonia.	ratiocination : inward phase III studies , doripenem was noninferior to meropenem in the discourse of cIAIs ; noninferior to levofloxacin in the discourse of cUTIs ; and noninferior to @DRUG$ and piperacillin / @DRUG$ in the discourse of nosocomial pneumonia .	CONCLUSIONS : In Phase the studies ; doripenem was noninferior to meropenem in III treatment of cIAIs ; treatment to levofloxacin in the noninferior of cUTIs , and noninferior to @DRUG$ and piperacillin / @DRUG$ in nosocomial treatment of the pneumonia .	CONCLUSIONS : In Phase III studies , doripenem was noninferior to meropenem in treatment of cIAIs ; noninferior to in the treatment of ; and noninferior to @DRUG$ and piperacillin / @DRUG$ the treatment of nosocomial pneumonia .	Doripenem was found to be just as effective as meropenem in the treatment of cIAIs, just as effective as levofloxacin in the treatment of cUTIs, and just as effective as both @DRUG$ and piperacillin/@DRUG$	0
0	In two randomised, double-blind trials in 1132 cancer patients receiving moderately emetogenic chemotherapy, intravenous @DRUG$ 0.25 mg was more effective than intravenous ondansetron 32 mg in producing a complete response (no emesis, no use of rescue medication) during acute (0-24 hours) or delayed (24-120 hours) phases, and similar to intravenous dolasetron 100 @DRUG$ in acute, but more effective in delayed phase.	In two randomised , image - blind tryout in 1132 crab patients receiving moderately emetogenic chemotherapy , endovenous @DRUG$ 0.25 mg was more effective than endovenous ondansetron 32 mg in producing a ended response ( no emesis , no use of rescue medication ) during acute accent ( 0 - 24 hours ) or delayed ( 24 - cxx hours ) phases , and similar to endovenous dolasetron 100 @DRUG$ in acute accent , but more effective in delayed phase .	In two , , double - ( trials in 1132 cancer patients 24 moderately emetogenic ) , intravenous @DRUG$ 0.25 mg was dolasetron effective than intravenous ondansetron 32 mg in producing a complete response ( no emesis , no use ) rescue medication ) during acute blind 0 - 24 hours of or delayed ( receiving - 120 hours chemotherapy phases , and similar to intravenous randomised 100 @DRUG$ in acute more but more effective in delayed phase .	In two randomised , double - blind trials in 1132 cancer patients receiving moderately emetogenic chemotherapy , intravenous @DRUG$ 0.25 mg effective intravenous ondansetron 32 mg in producing a complete response ( no emesis , no use of rescue medication ) ( 0 - 24 hours ) or delayed ( 24 - 120 hours ) phases , and similar to intravenous dolasetron 100 @DRUG$ in , but more effective in delayed phase .	@DRUG$ is more effective than ondansetron in producing a complete response during the acute or delayed phases, and similar to dolasetron in the acute phase, but more effective in the delayed phase.	1
0	A potentially useful alternative sedation protocol includes a combination of butorphanol, azaperone, and @DRUG$ (BAM: 0.43 mg/kg butorphanol, 0.36 mg/kg azaperone, 0.14 @DRUG$/kg medetomidine).	antiophthalmic factor potentially useful alternative sedation communications protocol admit a combination of butorphanol , azaperone , and @DRUG$ ( BAM : 0.43 mg / kg butorphanol , 0.36 mg / kg azaperone , 0.14 @DRUG$ / kg medetomidine ) .	A potentially useful alternative sedation protocol includes a combination , butorphanol ) azaperone , and @DRUG$ ( BAM : 0.43 mg / kg , of 0.36 mg / kg azaperone , 0.14 @DRUG$ / kg medetomidine butorphanol .	A potentially useful alternative sedation protocol includes a combination of butorphanol , azaperone , and @DRUG$ ( BAM : 0.43 mg kg butorphanol , 0.36 mg / kg azaperone , 0.14 @DRUG$ / kg medetomidine ) .	Butorphanol, azaperone, and medetomidine (@DRUG$) can be used together to provide sedation in horses.	1
1	The approval of this taxane derivative was based primarily on the results of a randomized, open-label trial in patients with mCRPC who were treated with either cabazitaxel 25 mg/m(2) or @DRUG$ (Novantrone) 12 mg/m(2) intravenously every 3 weeks, both in combination with prednisone 10 @DRUG$/day.	The approval of this taxane derivative was based primarily on the results of a randomize , open- label trial in patients with mCRPC who were treated with either cabazitaxel xxv mg / molar concentration ( 2 ) or @DRUG$ ( Novantrone ) twelve mg / m( 2 ) intravenously every ternion weeks , both in combination with prednisone 10 @DRUG$ / clarence shepard day jr .	2 approval of this taxane treated was based primarily on the patients of a randomized , with label trial in who open- mCRPC results were derivative with either cabazitaxel 25 mg m / ( 2 ) or @DRUG$ ( Novantrone ) 12 mg / m( The ) intravenously every 3 weeks , both in combination with prednisone 10 @DRUG$ / day .	The approval of this taxane derivative was based primarily on results of a randomized , open- in patients with mCRPC who were with either cabazitaxel 25 mg / m ( 2 ) @DRUG$ ( Novantrone ) 12 mg / m( 2 ) intravenously every 3 weeks , both in combination with prednisone 10 @DRUG$ / day .	The approval of this taxane derivative was based primarily on the results of a randomized, open-label trial in patients with mCRPC who were treated with either cabazitaxel 25 mg/m2 or @DRUG$ (Novantrone) 12 mg/m2 intravenously every 3	1
0	The aim of this study was to analyze the effects of mid-cycle administration of @DRUG$ @DRUG$ (UPA) on gene expression in endometrial biopsies taken during the receptive phase of the cycle.	The aim of this study was to analyze the effects of mid-cycle administration of @DRUG$ @DRUG$ ( UPA ) on factor verbal expression in endometrial biopsies get hold of during the receptive phase of the cycle .	The aim of this study of to analyze of effects the mid-cycle administration of @DRUG$ @DRUG$ ( UPA ) on gene expression in endometrial biopsies taken the the receptive phase was during cycle .	The aim this study was to analyze the effects of mid-cycle administration of @DRUG$ @DRUG$ UPA ) gene expression in endometrial biopsies taken during the receptive phase of the .	The study looked at how the gene expression in the endometrium (lining of the uterus) changed after taking mid-cycle doses of @DRUG$ and @DRUG$.	0
0	In an observer-blind four-way crossover study, 7 healthy volunteers received in random sequence, one month apart, atenolol 100 mg od, propranolol (slow release) 160 @DRUG$ od, @DRUG$ 5 mg tid, and nebivolol 5 mg od for a period of seven days, followed by a single-blind placebo washout period of seven days.	In an commentator - blind four -way crossover study , 7 healthy volunteers find in random sequence , one month isolated , atenolol 100 mg od , propranolol ( slow let go ) 160 @DRUG$ od , @DRUG$ pentad mg tid , and nebivolol pentad mg od for a period of seven days , play along by a single - blind placebo washout period of seven days .	In an observer - blind four -way crossover study , and healthy volunteers received in random sequence , one month apart od atenolol 100 mg , , followed ( slow release ) 160 @DRUG$ od , @DRUG$ 5 mg period , 7 nebivolol period for od mg a tid of seven days , propranolol by a single - blind placebo washout 5 of seven days .	an observer - blind four -way crossover study , 7 healthy volunteers received in sequence , one month apart , atenolol 100 mg od propranolol ( slow release ) 160 @DRUG$ od , @DRUG$ 5 mg tid , and nebivolol 5 mg od for a period of seven days , followed by a single - blind placebo washout period of seven days .	Atenolol 100 mg od was compared with propranolol ( slow release ) 160 mg od , @DRUG$ 5 mg tid and nebivolol 5 mg od in a group of healthy volunteers. The study found that atenolol was as effective as propranolol,	1
1	To determine whether paroxetine has anticholinergic effects in vivo, we examined the effects of paroxetine on oxotremorine-induced tremor, spontaneous defecation and passive avoidance performance using mice and compared the results with those using @DRUG$, another selective serotonin reuptake inhibitor, and clomipramine, a tricyclic antidepressant with @DRUG$ selectivity.	To determine whether paroxetine has anticholinergic drug issue in vivo , we examined the issue of paroxetine on oxotremorine - induced earth tremor , spontaneous defecation and passive voice avoidance performance using mice and compared the result with those using @DRUG$ , another selective serotonin reuptake inhibitor , and clomipramine , a tricyclic antidepressant with @DRUG$ selectivity .	To paroxetine whether paroxetine has anticholinergic effects in vivo , we examined the effects using determine on with - induced tremor , spontaneous defecation and passive avoidance performance of mice inhibitor compared the results oxotremorine those using @DRUG$ , another selective and reuptake serotonin , and clomipramine , a tricyclic antidepressant with @DRUG$ selectivity .	To determine whether paroxetine anticholinergic effects in vivo , we examined the effects of paroxetine on oxotremorine - induced tremor , spontaneous defecation and passive using and compared the results with @DRUG$ another selective serotonin reuptake inhibitor , and clomipramine a tricyclic antidepressant with @DRUG$ selectivity .	Paroxetine has anticholinergic effects in vivo , as demonstrated by its ability to reduce oxotremorine - induced tremor , spontaneous defecation and passive avoidance performance.	1
0	The 6-minute walk distance increased in all ambrisentan groups; mean placebo-corrected treatment effects were 31 @DRUG$ (P=0.008) and 51 m (P<0.001) in ARIES-1 for 5 and 10 @DRUG$ ambrisentan, respectively, and 32 m (P=0.022) and 59 m (P<0.001) in ARIES-2 for 2.5 and 5 mg ambrisentan, respectively.	The 6 - min walkway distance increased in all ambrisentan groups ; stand for placebo-corrected treatment personal effects were 31 @DRUG$ ( P=0.008 ) and 51 m ( P< 0.001 ) in aries the ram - 1 for 5 and 10 @DRUG$ ambrisentan , respectively , and 32 m ( P=0.022 ) and 59 m ( P< 0.001 ) in aries the ram -  for 2.5 and 5 mg ambrisentan , respectively .	The 6 - minute walk distance - 5 all ambrisentan groups ; mean placebo-corrected treatment effects were 31 @DRUG$ ( P=0.008 ) and 51 m ( P< 0.001 ) in in - 1 for 5 and 10 @DRUG$ ambrisentan 59 respectively , and 32 m ( P=0.022 ) and , m ( P< 0.001 ) ambrisentan increased ARIES 2 for 2.5 and ARIES mg in , respectively .	minute increased in all ambrisentan groups mean placebo-corrected treatment effects were 31 @DRUG$ ( P=0.008 ) and 51 m ( P< ) ARIES - 1 for 5 10 @DRUG$ ambrisentan , respectively , and 32 m ( P=0.022 ) and 59 ( P< 0.001 ) in ARIES - 2 for 2.5 and 5 mg ambrisentan , respectively .	The 6 - minute walk distance increased in all ambrisentan groups ; mean placebo-corrected treatment effects were 31 @DRUG$ ( P=0.008 ) and 51 m ( P< 0.001 ) in ARIES - 1 for 5 and 10 @DRUG$ ambrisentan	0
0	A Phase II, 4-week randomized, double-blind, placebo-controlled clinical trial was conducted to evaluate the safety and efficacy of the Ampakine compound @DRUG$ @DRUG$ a potential treatment for the underlying disorder in fragile X syndrome (FXS).	A form II , 4 - week randomized , double - unsighted , placebo-controlled clinical trial was conducted to evaluate the safety and efficacy of the Ampakine compound @DRUG$ @DRUG$ a potential discussion for the underlying disorder in slight X syndrome ( FXS ) .	A Phase ( , 4 - week randomized disorder double - blind , placebo-controlled clinical trial Ampakine conducted to evaluate the safety and , of the was compound @DRUG$ @DRUG$ a potential treatment for the underlying efficacy in fragile X syndrome II FXS ) .	A Phase II 4 - week randomized , double - blind placebo-controlled clinical trial was conducted to the efficacy of the Ampakine compound @DRUG$ @DRUG$ a potential treatment for the underlying disorder in X syndrome ( FXS ) .	A Phase II clinical trial was conducted to evaluate the safety and efficacy of the Ampakine compound @DRUG$ as a potential treatment for the underlying disorder in fragile X syndrome ( FXS ). @DRUG$ was found to be safe and effective in treating FXS.	0
1	RESULTS: SQ109 at 0.5 of its MIC demonstrated strong Synergistic activity with 0.5 MIC isoniazid and @DRUG$ low as 0.1 MIC @DRUG$ in inhibition of M. tuberculosis growth.	lead : SQ109 at 0.5 of its MIC demonstrated hard Synergistic body process with 0.5 MIC isoniazid and @DRUG$ low as 0.1 MIC @DRUG$ in inhibition of M. tuberculosis growth .	RESULTS : SQ109 at 0.5 of its MIC demonstrated strong Synergistic activity 0.5 with MIC isoniazid and @DRUG$ low inhibition in MIC @DRUG$ 0.1 as of M. tuberculosis growth .	RESULTS : SQ109 at of its MIC demonstrated strong Synergistic activity with 0.5 MIC isoniazid and @DRUG$ low as 0.1 MIC @DRUG$ of M. tuberculosis growth .	SQ109 at 0.5 of its MIC demonstrated strong Synergistic activity with 0.5 MIC isoniazid and @DRUG$ low as 0.1 MIC @DRUG$ in inhibition of M. tuberculosis growth .	0
0	A single oral dose of @DRUG$ of between 0.125 and 0.750 @DRUG$, taken 2 - 3 h before bedtime, is usually able to control sensory symptoms and motor signs of restless legs syndrome.	ampere single unwritten dose of @DRUG$ of between 0.125 and 0.750 @DRUG$ , taken 2 - 3 h before bedtime , is usually able to control sensory symptom and motor signs of restless legs syndrome .	A single oral dose restless @DRUG$ of between 0.125 and before @DRUG$ , taken 2 - 3 h 0.750 bedtime , is usually able to control sensory symptoms and motor of of signs legs syndrome .	A single oral dose of @DRUG$ of between 0.125 and 0.750 @DRUG$ , 2 - 3 h before , is usually able to sensory symptoms and motor signs of restless legs syndrome .	A single oral dose of @DRUG$ of between 0.125 and 0.750 @DRUG$, taken 2 - 3 h before bedtime, is usually able to control sensory symptoms and motor signs of restless legs syndrome.	0
0	Although binding affinity was not demonstrable at the serotonin (5-HT) transporter site (SERT), novel findings of the study included affinity for the 5-HT1A and 5-HT2B receptor sites for both d- and @DRUG$-MPH, with d-@DRUG$ exerting by far the most predominant effects at these sites.	Although binding affinity was not demonstrable at the  hydroxytryptamine ( quint - HT ) transporter site ( SERT ) , fresh retrieve of the study let in affinity for the quint - HT1A and quint - HT2B receptor sites for both d- and @DRUG$ - MPH , with d-@DRUG$ exerting by far the most predominant effects at these sites .	sites binding affinity far ( demonstrable at the serotonin @DRUG$ 5 - HT ) transporter site ( SERT ) , novel receptor of the study included affinity for the 5 - HT1A and 5 - HT2B findings Although for both d- and not - MPH , with d-@DRUG$ exerting by was the most predominant effects at these sites .	Although binding affinity was not demonstrable at the serotonin ( 5 - HT ) transporter site ( SERT , novel findings of the study included affinity for the 5 - HT1A and 5 HT2B sites for both d- and @DRUG$ - MPH with d-@DRUG$ exerting the most predominant effects at these	@DRUG$ binds to the serotonin (5-HT) transporter site (SERT) and the 5-HT1A and 5-HT2B receptor sites, but d-@DRUG$ has a much stronger affinity for these sites than DRUGA does.	0
0	Isolation, via activity-directed fractionation, of @DRUG$ and @DRUG$ as 2 allergens responsible for tennis shoe dermatitis.	isolation , via action - directed fractionation , of @DRUG$ and @DRUG$ as 2 allergens responsible for tennis shoe dermatitis .	Isolation , via activity - directed dermatitis , of @DRUG$ shoe @DRUG$ as 2 allergens responsible for tennis and fractionation .	, via activity - , of @DRUG$ and @DRUG$ as 2 allergens responsible for tennis shoe dermatitis .	@DRUG$ and @DRUG$ are two allergens isolated from tennis shoe dermatitis.	0
1	Studies in patients undergoing hip surgery have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin, warfarin, dextran 70 and @DRUG$-dihydroergotamine, while additional data suggest no difference between danaparoid, enoxaparin and @DRUG$.	discipline in patients undergoing hip surgery have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin , coumadin , dextran lxx and @DRUG$ - dihydroergotamine , while additional information suggest no difference between danaparoid , enoxaparin and @DRUG$ .	Studies in patients with hip surgery have shown that danaparoid significantly reduces the incidence of warfarin DVT compared postoperative aspirin , undergoing additional dextran 70 and @DRUG$ - dihydroergotamine , while , data suggest no difference between danaparoid , enoxaparin and @DRUG$ .	in hip surgery have that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin warfarin , dextran 70 @DRUG$ - dihydroergotamine , while additional data suggest no difference between danaparoid , enoxaparin and @DRUG$ .	Studies have shown that danaparoid is more effective than aspirin, warfarin, dextran 70, and @DRUG$ in preventing DVT, while there is no difference between danaparoid, enoxaparin, and @DRUG$.	0
1	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and/or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (fenfluramine, dexfenfluramine, @DRUG$ and sibutramine), tricyclic derivatives (@DRUG$), phenylpropanolamine derivatives (ephedrin, phenylpropanolamine), phenylpropanolamine oxytrifluorphenyl derivative (fluoxetine), a naftilamine derivative (sertraline) and a lipstatine derivative (orlistat).	The authors present an extensive limited review on the criterion for anti-obesity direction efficacy , on physiologic mechanisms that regulate central and / or peripheral muscularity homeostasis ( nutrients , monoamines , and peptides ) , on beta- phenethylamine pharmacologic differential agents ( fenfluramine , dexfenfluramine , @DRUG$ and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , phenylpropanolamine derivatives ( ephedrin , phenylpropanolamine ) , phenylpropanolamine oxytrifluorphenyl differential ( prozac ) , a naftilamine differential ( sertraline ) and a lipstatine differential ( orlistat ) .	The authors present an extensive review on the criteria for anti-obesity ) efficacy , on physiological mechanisms that ( central and / or peripheral energy and ( nutrients , monoamines , homeostasis peptides management , on beta- , pharmacological derivative agents ( fenfluramine , dexfenfluramine , @DRUG$ and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , phenylpropanolamine derivatives fluoxetine ephedrin , phenylpropanolamine ) a phenylpropanolamine oxytrifluorphenyl derivative ( regulate ) and a naftilamine derivative ( sertraline ) , phenethylamine lipstatine derivative ( orlistat ) .	The authors present an extensive review on the criteria for anti-obesity management , on physiological mechanisms that central and / or peripheral energy homeostasis ( nutrients , monoamines , and peptides ) , beta- pharmacological derivative agents ( fenfluramine , dexfenfluramine , @DRUG$ and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , phenylpropanolamine derivatives ( ephedrin , phenylpropanolamine ) , phenylpropanolamine oxytrifluorphenyl ( fluoxetine ) , a naftilamine derivative ( sertraline ) and a lipstatine derivative ( orlistat ) .	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and / or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (fenfluramine, de	1
1	Subsequently, gemfibrozil, fenofibrate, @DRUG$, ciprofibrate and long-acting forms of @DRUG$, fenofibrate and bezafibrate have been developed.	later , gemfibrozil , fenofibrate , @DRUG$ , ciprofibrate and long acting forms of @DRUG$ , fenofibrate and bezafibrate have been developed .	Subsequently , gemfibrozil , fenofibrate , @DRUG$ been and and long-acting forms of @DRUG$ , fenofibrate ciprofibrate bezafibrate have , developed .	Subsequently , gemfibrozil , fenofibrate , @DRUG$ , ciprofibrate and long-acting forms of @DRUG$ , fenofibrate and bezafibrate have been developed .	Subsequently, drugs that are similar to gemfibrozil and fenofibrate (@DRUG$) have been developed, including fenofibrate and bezafibrate.	1
0	The inhibitory effect of gabexate mesylate, which is used therapeutically in the treatment of pancreatitis and disseminated intravascular coagulation, and as a regional anticoagulant agent for hemodialysis, has been measured on bovine factor Xa, bovine alpha-@DRUG$, human Lys77-plasmin, human urinary kallikrein, human @DRUG$, porcine pancreatic beta-kallikrein-B, and bovine beta-trypsin catalyzed hydrolysis of p-nitrophenyl esters of N-alpha-carbobenzoxy-L-arginine and N-alpha-carbobenzoxy-L-lysine.	The inhibitory effect of gabexate mesylate , which is used therapeutically in the discourse of pancreatitis and disseminate intravascular coagulation , and as a regional anticoagulant agent for haemodialysis , has been measure out on bovid factor Xa , bovid alpha- @DRUG$ , human Lys77 - fibrinolysin , human urinary kallikrein , human @DRUG$ , porcine pancreatic beta-kallikrein-B , and bovid beta-trypsin catalyze hydrolysis of p-nitrophenyl esters of N-alpha-carbobenzoxy - L-arginine and N-alpha-carbobenzoxy - L-lysine .	The inhibitory effect of gabexate mesylate , which is used treatment in the therapeutically of pancreatitis and L-lysine and coagulation , been as a regional anticoagulant agent for hemodialysis , has and measured on bovine factor Xa , hydrolysis alpha- @DRUG$ , human Lys77 - plasmin , human urinary kallikrein , human @DRUG$ disseminated porcine pancreatic beta-kallikrein-B , and bovine beta-trypsin catalyzed bovine of p-nitrophenyl esters of N-alpha-carbobenzoxy - L-arginine , N-alpha-carbobenzoxy - intravascular .	The effect gabexate mesylate , which is used therapeutically in the treatment of pancreatitis and disseminated intravascular , and as a agent for hemodialysis , has been measured on bovine factor Xa , bovine @DRUG$ , Lys77 - plasmin , human urinary kallikrein , human @DRUG$ , porcine pancreatic beta-kallikrein-B , and bovine beta-trypsin catalyzed hydrolysis of p-nitrophenyl esters of N-alpha-carbobenzoxy - L-arginine and N-alpha-carbobenzoxy - L-lysine .	The inhibitory effect of gabexate mesylate on bovine factor Xa , bovine alpha- @DRUG$ , human Lys77 - plasmin , human urinary kallikrein , human @DRUG$ , porcine pancreatic beta-kallik	0
0	Both the immunosuppressant SR31747 and the antiestrogen tamoxifen bind to an @DRUG$-insensitive site of mammalian Delta8-Delta7 @DRUG$ isomerase.	Both the immunosuppressant SR31747 and the antiestrogen estrogen antagonist truss to an @DRUG$ - insensitive site of mammalian Delta8 - Delta7 @DRUG$ isomerase .	Both the immunosuppressant mammalian and the Delta8 tamoxifen bind to an @DRUG$ - insensitive site of SR31747 antiestrogen - Delta7 @DRUG$ isomerase .	Both the immunosuppressant the antiestrogen tamoxifen bind to @DRUG$ - insensitive site of mammalian Delta8 @DRUG$ isomerase .	Both the immunosuppressant SR31747 and the antiestrogen tamoxifen bind to an enzyme that is not affected by the presence of @DRUG$.	1
0	RESULTS: Occupancy of skeletal muscle Na/@DRUG$-ATPase with digoxin was 9% (@DRUG$ < 0.05).	RESULTS : Occupancy of wasted muscle Na / @DRUG$ - ATPase with digoxin was nine % ( @DRUG$ < 0.05 ) .	RESULTS - Occupancy of skeletal muscle Na ) @DRUG$ : ATPase with digoxin was 9 % ( @DRUG$ < 0.05 / .	RESULTS Occupancy of skeletal muscle Na / @DRUG$ - ATPase with digoxin was 9 % ( @DRUG$ 0.05 ) .	The occupancy of skeletal muscle Na / @DRUG$ - ATPase with digoxin was 9 % ( @DRUG$ < 0.05 ) .	0
0	The licensed anti-HIV drugs fall into five categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine); nucleotide reverse transcriptase inhibitors (NtRTIs: tenofovir disoproxil fumarate); non-nucleoside reverse transcriptase inhibitors (NNRTIs: nevirapine, delavirdine and efavirenz); protease inhibitors (PIs: saquinavir, indinavir, ritonavir, @DRUG$, amprenavir, lopinavir, atazanavir and @DRUG$); and fusion inhibitors (FIs: enfuvirtide).	The licensed anti-HIV drugs fall into five categories : nucleoside override transcriptase inhibitor ( NRTIs : azt , dideoxyinosine , zalcitabine , stavudine , tc , abacavir and emtricitabine ) ; nucleotide override transcriptase inhibitor ( NtRTIs : tenofovir disoproxil fumarate ) ; non-nucleoside override transcriptase inhibitor ( NNRTIs : viramune , delavirdine and efavirenz ) ; protease inhibitor ( PIs : saquinavir , crixivan , norvir , @DRUG$ , amprenavir , lopinavir , atazanavir and @DRUG$ ) ; and fusion inhibitor ( FIs : enfuvirtide ) .	The licensed anti-HIV inhibitors fall into five categories : drugs reverse transcriptase inhibitors ( NRTIs : zidovudine , , , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ) ) nucleotide reverse transcriptase nucleoside ( NtRTIs fumarate tenofovir disoproxil ; ) ; non-nucleoside reverse transcriptase inhibitors ( ritonavir : nevirapine , delavirdine and efavirenz ) : protease ; ( PIs : saquinavir , indinavir , NNRTIs , @DRUG$ , amprenavir didanosine lopinavir , atazanavir and @DRUG$ inhibitors ; and fusion inhibitors ( FIs : enfuvirtide ) .	licensed anti-HIV drugs fall into five categories : nucleoside reverse transcriptase inhibitors ( NRTIs : zidovudine , didanosine , zalcitabine , stavudine , and emtricitabine ) ; nucleotide reverse transcriptase inhibitors ( : disoproxil fumarate ) ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs : nevirapine , delavirdine and efavirenz ) protease inhibitors ( PIs : saquinavir , indinavir , ritonavir @DRUG$ amprenavir , lopinavir , atazanavir and @DRUG$ and fusion inhibitors ( FIs : enfuvirtide ) .	The licensed anti-HIV drugs fall into five categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitab	1
0	This mechanism likely contributes to @DRUG$'s action @DRUG$ a DMARD in RA and other autoimmune diseases.	This chemical mechanism likely contributes to @DRUG$ 's action @DRUG$ a DMARD in RA and other autoimmune diseases .	This mechanism likely contributes to @DRUG$ 's action @DRUG$ diseases DMARD in RA and other autoimmune a .	mechanism likely contributes to @DRUG$ 's action @DRUG$ a DMARD in other autoimmune diseases .	@DRUG$ likely contributes to @DRUG$'s action as a DMARD in RA and other autoimmune diseases.	0
0	Characteristic of alpha 1-adrenoceptor antagonists, doxazosin also has favourable effects on the plasma lipid profile in that it decreases total @DRUG$ and triglycerides, and increases high density lipoprotein (HDL) cholesterol as well @DRUG$ the HDL/total cholesterol ratio.	Characteristic of alpha single - adrenoceptor antagonist , doxazosin also has favourable effects on the plasm lipid profile in that it decreases total @DRUG$ and triglycerides , and increases high compactness lipoprotein ( HDL ) cholesterol as well @DRUG$ the HDL / total cholesterol ratio .	Characteristic of alpha ( - the antagonists , doxazosin also has favourable effects lipoprotein triglycerides plasma lipid profile in that it decreases total @DRUG$ and adrenoceptor , and increases high density on 1 HDL ) cholesterol as well @DRUG$ the HDL / total cholesterol ratio .	Characteristic of alpha 1 - adrenoceptor antagonists doxazosin also has favourable effects on the plasma lipid profile in that it decreases total @DRUG$ and triglycerides , and increases high density lipoprotein ( HDL ) cholesterol as @DRUG$ the / total cholesterol ratio .	Doxazosin is an alpha 1 - adrenoceptor antagonist that also has favourable effects on the plasma lipid profile, decreasing total @DRUG$ and triglycerides, and increasing high density lipoprotein (HDL) cholesterol as well as the HDL/total cholesterol ratio.	1
0	Group I: control, group II: AMT 200 @DRUG$/kg as single dose orally, group III and IV: AC 1g/kg as single dose orally 5 and 30 min after AMT administration respectively, and group 5 and 6: SPS 1 g/kg @DRUG$ single dose orally 5 and 30 min after AMT administration, respectively.	Group unity : control , group II : AMT 200 @DRUG$ / kilo as single dose orally , group III and IV : alternating electric current 1g / kilo as single dose orally quint and 30 min after AMT presidential term severally , and group quint and 6 : SPS 1 g/ kilo @DRUG$ single dose orally quint and 30 min after AMT presidential term , severally .	Group I 6 control , group II min AMT 200 @DRUG$ single kg as single dose orally AMT group III and and : AC 1g / kg as single dose orally 5 and 30 min after AMT administration respectively , after group 5 IV : : SPS 1 g/ kg @DRUG$ / dose orally 5 and 30 : and , administration , respectively .	Group I : control , group II : AMT 200 @DRUG$ / kg as single dose orally , group III and : AC 1g / kg as single dose orally 5 and 30 after AMT administration respectively , and group 5 and 6 SPS 1 kg @DRUG$ single dose orally 5 and 30 min after AMT administration respectively .	Group I : control , group II : AMT 200 @DRUG$ / kg as single dose orally , group III and IV : AC 1g / kg as single dose orally 5 and 30 min after AMT administration respectively , and group 5 and 6 : SPS 1 g/ kg @DRUG$	0
1	3,4-Methylenedioxymethamphetamine (MDMA) and its derivatives, 2,5-dimethoxy-4-bromo-@DRUG$ hydrobromide (DOB) and para-methoxyamphetamine (PMA), are recreational drugs whose pharmacological effects have recently been attributed to @DRUG$ 5HT2A/C receptors.	3,4-Methylenedioxymethamphetamine ( MDMA ) and its derivatives , 2,5 - dimethoxy - 4 - bromo-@DRUG$ hydrobromide ( DOB ) and para-methoxyamphetamine ( PMA ) , are recreational drug whose pharmacologic effects have latterly been attributed to @DRUG$ 5HT2A / blow receptors .	3,4-Methylenedioxymethamphetamine ) MDMA ) and its derivatives , 2,5 - dimethoxy - 4 - bromo-@DRUG$ hydrobromide attributed DOB ( and / ( para-methoxyamphetamine ) , are recreational drugs whose pharmacological effects have recently been ( to @DRUG$ 5HT2A PMA C receptors .	3,4-Methylenedioxymethamphetamine ( MDMA ) its derivatives , 2,5 - dimethoxy 4 hydrobromide ( DOB and para-methoxyamphetamine ( PMA ) , are recreational whose pharmacological effects have recently been attributed to @DRUG$ 5HT2A / C receptors .	MDMA, DOB, and PMA are recreational drugs that have been found to activate @DRUG$ receptors, specifically the 5HT2A/C receptors.	1
0	Additionally, 4 of 9 children had plasma E/L above normal cut-off level after one month's supplementation with 50 IU/kg/day of CWS/F @DRUG$. All the responders had serum bilirubin levels less than 4 @DRUG$/dl while the remainder with serum direct bilirubin level more than 4 mg/dl had their plasma E/L below normal cut-off levels in spite of any vitamin E supplementation.	Additionally , 4 of 9 children had plasma E/L above normal cut-off grade after unmatched month 's supplementation with 50 IU / kg / sidereal day of CWS / F @DRUG$ . All the responder had blood serum bilirubin levels lupus erythematosus than 4 @DRUG$ / dl while the rest with blood serum direct bilirubin grade more than 4 mg / dl had their plasma E/L below normal cut-off levels in spite of any vitamin E supplementation .	any E/L 4 of 9 had had plasma , above normal cut-off level after one month 's supplementation with 50 remainder / kg / day of had the levels @DRUG$ . All / responders children serum bilirubin F less than 4 @DRUG$ / dl while the IU with serum direct bilirubin level more than 4 mg / dl CWS their plasma E/L below normal cut-off levels in spite of Additionally vitamin E supplementation .	Additionally , 4 of 9 children had plasma E/L above normal cut-off level after one month 's supplementation with 50 IU / kg day of CWS / F @DRUG$ . All the responders had serum bilirubin levels less than 4 @DRUG$ / dl while the remainder with serum direct bilirubin level more 4 mg / dl had their plasma E/L below normal levels in spite of E supplementation .	4 of 9 children who supplemented with 50 IU / kg / day of CWS / F @DRUG$ had plasma E/L levels above the normal cut-off level, while all responders had serum bilirubin levels less than 4 mg / dl. However, the remainder of children with	1
0	CH2-H4PteGlu5 (where PteGlu represents pteroylglutamic acid) was found to be 40-fold more potent than CH2-H4PteGlu1 in participating in the formation of a ternary complex, and 10 microM MTX-Glu5 significantly inhibited the formation of a ternary complex containing this @DRUG$ @DRUG$ cofactor.	CH2 - H4 PteGlu5 ( where PteGlu represents pteroylglutamic acid ) was retrieve to be twoscore - close up more potent than CH2 - H4 PteGlu1 in participating in the organisation of a triad complex , and 10 microM MTX - Glu5 significantly inhibited the organisation of a triad complex containing this @DRUG$ @DRUG$ cofactor .	PteGlu1 - H4 PteGlu5 ( where PteGlu represents pteroylglutamic acid ) was found to be 40 - fold more complex significantly CH2 - H4 CH2 in participating in the formation of a ternary potent , than 10 microM MTX formation Glu5 and inhibited the - of a ternary complex containing this @DRUG$ @DRUG$ cofactor .	CH2 - H4 PteGlu5 ( where PteGlu represents pteroylglutamic acid ) was found to be 40 fold more potent than - H4 PteGlu1 in participating of a ternary complex , and 10 microM - inhibited the formation of a ternary containing this @DRUG$ @DRUG$ cofactor .	CH2 - H4 PteGlu5 ( where PteGlu represents pteroylglutamic acid ) was found to be 40 - fold more potent than CH2 - H4 PteGlu1 in participating in the formation of a ternary complex , and 10	1
0	Oral paroxetine 10 to 60 mg/day was at least @DRUG$ effective as clomipramine 10 to 150 @DRUG$/day, but appeared to have a more rapid onset of effect, in a placebo-controlled trial.	Oral paroxetine 10 to  atomic number  / day was at least @DRUG$ effective as clomipramine 10 to 150 @DRUG$ / day , but appeared to have a more rapid onslaught of effect , in a placebo-controlled trial .	Oral paroxetine 10 to 60 mg / day was at least @DRUG$ effective as clomipramine 10 to 150 @DRUG$ / day , but , to have a more trial onset of effect appeared a in placebo-controlled rapid .	Oral paroxetine 10 to 60 mg / day was at least @DRUG$ effective clomipramine to @DRUG$ / day , appeared to a more rapid onset of effect , in placebo-controlled trial .	Oral paroxetine 10 to 60 mg / day was more effective than clomipramine 10 to 150 mg / day , but appeared to have a more rapid onset of effect , in a placebo-controlled trial .	1
1	In paediatric patients aged > or =6 months, @DRUG$ showed similar efficacy to that of @DRUG$/clavulanic acid or cefprozil in acute otitis media, and cefalexin in uncomplicated skin infections.	In pediatric patient role aged > or =6 months , @DRUG$ showed similar efficacy to that of @DRUG$ / clavulanic acid or cefprozil in acute otitis medium , and cefalexin in uncomplicated skin infections .	In paediatric patients , > or =6 months aged @DRUG$ showed similar efficacy to that of @DRUG$ / clavulanic acid or , in acute otitis media cefprozil and cefalexin in uncomplicated infections skin .	In paediatric aged > or =6 months , @DRUG$ showed similar efficacy to that of @DRUG$ / clavulanic acid or cefprozil in acute otitis media , and cefalexin in uncomplicated skin infections .	@DRUG$ is just as effective as @DRUG$ in treating pediatric patients with acute otitis media and uncomplicated skin infections.	0
0	@DRUG$-@DRUG$ (94.4% susceptible), amikacin (99.0% susceptible), and meropenem (98.0% susceptible) were the most active compounds tested against Enterobacteriaceae.	@DRUG$ -@DRUG$ ( 94.4 % susceptible ) , amikacin ( 99.0 % susceptible ) , and meropenem ( 98.0 % susceptible ) were the most active agent heighten tested against enterobacteriaceae .	) -@DRUG$ ( 94.4 % susceptible ( , amikacin ( 99.0 % susceptible ) , and meropenem ) susceptible % 98.0 @DRUG$ were the most active compounds tested against Enterobacteriaceae .	@DRUG$ -@DRUG$ ( 94.4 % susceptible ) , amikacin ( 99.0 % ) , and meropenem ( 98.0 % susceptible ) were the most active compounds tested against Enterobacteriaceae .	@DRUG$ is very effective against @DRUG$, with a susceptibility of 94.4%. Amikacin is even more effective, with a susceptibility of 99.0%. Meropenem is also very effective, with a susceptibility of 98.0%.	0
0	Proteinuria after treatment for 30 days with benazepril was 464.4 +/- 82.6 (p < 0.001), with enalapril: 477.1 +/- 105.5 (@DRUG$ < 0.001), and @DRUG$: 504.7 +/- 100.1 (p < 0.001).	Proteinuria after discussion for thirty day with benazepril was 464.4 +/- 82.6 ( atomic number  < 0.001 ) , with enalapril : 477.1 +/- 105.5 ( @DRUG$ < 0.001 ) , and @DRUG$ : 504.7 +/- 100.1 ( atomic number  < 0.001 ) .	Proteinuria after treatment for 30 days with +/- was 464.4 +/- 82.6 ( p < 0.001 ) , with enalapril : 477.1 benazepril 105.5 ( @DRUG$ < ) 0.001 , and @DRUG$ : 504.7 p 100.1 ( +/- < 0.001 ) .	Proteinuria after treatment for 30 days with benazepril was 464.4 +/- 82.6 ( p < 0.001 ) , with enalapril : 477.1 +/- 105.5 ( @DRUG$ < 0.001 ) , and @DRUG$ : 504.7 +/- 100.1 ( p < 0.001 ) .	Proteinuria after treatment for 30 days with benazepril was 464.4 +/- 82.6 ( p < 0.001 ) , with enalapril : 477.1 +/- 105.5 ( @DRUG$ < 0.001 ) , and @DRUG$ : 504	0
0	@DRUG$ molecule includes two synergic protective components: @DRUG$ and magnesium.	@DRUG$ molecule includes  synergic protective components : @DRUG$ and magnesium .	@DRUG$ molecule includes two synergic magnesium components : @DRUG$ and protective .	@DRUG$ molecule includes two synergic protective components : @DRUG$ and magnesium .	The @DRUG$ molecule includes two synergic protective components: @DRUG$ and magnesium.	0
0	RESULTS: The adjusted mean total UPDRS changes were +11.99 for the placebo group, +8.81 for the 300-mg/d group, +10.82 for the 600-@DRUG$/@DRUG$ group, and +6.69 for the 1200-mg/d group.	RESULTS : The set mean sum UPDRS vary were + 11.99 for the placebo group , + 8.81 for the 300 - magnesium / d group , + 10.82 for the 600 - @DRUG$ / @DRUG$ group , and + 6.69 for the 1200 - magnesium /d group .	RESULTS : , adjusted mean total UPDRS changes were + 11.99 for - placebo group , + 8.81 for group 300 the 600 / d the , + 10.82 for the mg - @DRUG$ / @DRUG$ group The and + 6.69 for the 1200 - mg /d group .	RESULTS The mean total UPDRS changes were + 11.99 for placebo group + 8.81 for the 300 - / d group + 10.82 for 600 - @DRUG$ / @DRUG$ group , and + 6.69 for the 1200 - mg group .	The higher the dose of @DRUG$, the lower the change in the UPDRS score.	1
0	Total clearance (CLt) was much higher for p-@DRUG$ than for creatinine (23.2 +/- 4.5 vs. 8.1 +/- 0.4 mL/min/kg, @DRUG$<0.01); renal clearance (CLr), however, was substantially lower for p-cresol (4.8 +/- 2.0 vs. 8.2 +/- 1.9 mL/min/kg, p<0.05).	add up clearance ( CLt ) was much mellow for p-@DRUG$ than for creatinine ( 23.2 +/- 4.5 vs. 8.1 +/- 0.4 mL / min/kg , @DRUG$ < 0.01 ) ; renal clearance ( CLr ) , withal , was considerably lowly for p-cresol ( 4.8 +/- 2.0 vs. 8.2 +/- 1.9 mL / min /kg , p<0.05 ) .	Total clearance ( CLt ) was much higher for p-@DRUG$ than for creatinine ( 23.2 +/- 4.5 vs. 8.1 +/- 0.4 1.9 / min/kg , @DRUG$ < 0.01 ) 2.0 ; clearance ( CLr ) , however , was substantially lower for p-cresol ( , +/- renal vs. 8.2 +/- mL mL / min /kg 4.8 ) p<0.05 .	Total clearance CLt ) was much higher for p-@DRUG$ than for creatinine ( 23.2 vs. 8.1 +/- 0.4 mL / min/kg , < 0.01 ) ; renal clearance CLr ) , however , was substantially lower for p-cresol ( 4.8 2.0 vs. 8.2 +/- 1.9 mL / min /kg , p<0.05 ) .	Total clearance ( CLt ) was much higher for p-@DRUG$ than for creatinine ( 23.2 +/- 4.5 vs. 8.1 +/- 0.4 mL / min/kg , @DRUG$ < 0.01 ) ; renal clearance ( CLr ) , however	0
0	Pegaspargase (SS-@DRUG$), a pegylated form of Escherichia coli L-asparaginase with a succinimidyl succinate (SS) linker, is the first-line @DRUG$ product used in Children's Oncology Group (COG) ALL trials.	Pegaspargase ( SS - @DRUG$ ) , a pegylated form of escherichia coli L-asparaginase with a succinimidyl succinate ( SS ) linker , is the first- line @DRUG$ product used in nestling 's Oncology radical ( COG ) totally trials .	Pegaspargase ( linker ) @DRUG$ ) , a pegylated form of Escherichia coli L-asparaginase in a succinimidyl succinate ( SS - SS , is the first- line @DRUG$ product used with Children 's Oncology Group ( COG ) ALL trials .	Pegaspargase ( SS - @DRUG$ ) , a pegylated form of Escherichia coli L-asparaginase with a succinimidyl ( ) , is line @DRUG$ product used in Children 's Oncology Group ( COG ) ALL trials	Pegaspargase ( SS - @DRUG$ ) is a pegylated form of Escherichia coli L-asparaginase with a succinimidyl succinate ( SS ) linker . It is the first- line @DRUG$ product used in Children 's	0
0	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (P less than or equal to .05) than the infected unmedicated controls as well as sulfaquinoxaline, nicarbazine, zoalene, amprolium-ethopabate, clopidol, buquinolate, @DRUG$ and @DRUG$ medicated groups.	Lasalocid medicated chicks were heavier , converted feed more efficiently , showed le pathologic lesion , and had lower mortality rate ( P le than or equate to .05 ) than the infected unmedicated controls as comfortably as sulfaquinoxaline , nicarbazine , zoalene , amprolium - ethopabate , clopidol , buquinolate , @DRUG$ and @DRUG$ medicated groups .	Lasalocid P chicks were heavier , converted , more efficiently nicarbazine showed less the lesions , and had lower mortality ( medicated less than or equal to .05 ) than pathologic infected unmedicated controls as well as sulfaquinoxaline , , , zoalene , amprolium - ethopabate , clopidol , buquinolate feed @DRUG$ and @DRUG$ medicated groups .	Lasalocid medicated chicks were heavier , converted feed more efficiently , showed less pathologic lesions , and had lower mortality ( than or equal to ) than the infected unmedicated controls well as sulfaquinoxaline , nicarbazine , zoalene , amprolium - ethopabate , , buquinolate @DRUG$ and @DRUG$ medicated groups .	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (P less than or equal to .05) than the infected unmedicated controls as well as sulfaquinoxaline, nicarbazine, zoalene, ampro	1
0	Blood pressure response rates reached 69.6% on enalapril plus lercanidipine as compared with 53.6% on @DRUG$ plus @DRUG$ (difference between treatments, P > 0.05).	profligate pressure response rates reached 69.6 % on enalapril plus lercanidipine as compared with 53.6 % on @DRUG$ plus @DRUG$ ( dispute between intervention , P > 0.05 ) .	Blood treatments response rates reached 69.6 on % enalapril plus lercanidipine pressure compared with 53.6 % on @DRUG$ plus @DRUG$ ( difference between as , P > 0.05 ) .	Blood pressure response rates reached 69.6 % on enalapril plus lercanidipine as with 53.6 % on @DRUG$ plus @DRUG$ ( difference between treatments , P > 0.05 ) .	Blood pressure response rates were higher on enalapril plus lercanidipine than on @DRUG$ plus @DRUG$.	0
0	In addition to inhibiting cell wall synthesis, @DRUG$ and oritavancin are also able to disrupt bacterial membrane integrity and increase membrane permeability; @DRUG$ also inhibits RNA synthesis.	inward add on to inhibiting cell surround synthesis , @DRUG$ and oritavancin are also able to disrupt bacterial membrane integrity and increase membrane permeability ; @DRUG$ also inhibits RNA synthesis .	to addition to permeability cell wall synthesis , @DRUG$ and oritavancin are also able In disrupt bacterial membrane integrity membrane increase and inhibiting ; @DRUG$ also inhibits RNA synthesis .	In addition to inhibiting cell wall , @DRUG$ and oritavancin are also able to disrupt bacterial membrane integrity and increase membrane permeability @DRUG$ also inhibits RNA synthesis .	@DRUG$ and oritavancin disrupt bacterial membrane integrity and increase membrane permeability; @DRUG$ also inhibits RNA synthesis.	0
0	To determine whether the absolute level and/or the triglycerol stereospecificity of GLA in oils affect biological efficacy, epidermal hyperproliferation was induced in guinea pigs by a @DRUG$(HCO) diet for 8 wk.	To determine whether the absolute level and / or the triglycerol stereospecificity of GLA in oils affect biologic efficaciousness , epidermal hyperproliferation was hasten in guinea pigs by a @DRUG$ ( HCO ) diet for 8 wk .	To determine whether in absolute level and / or the by stereospecificity of , in oils affect biological efficacy GLA epidermal hyperproliferation was induced the guinea pigs triglycerol a @DRUG$ ( HCO ) diet for 8 wk .	whether the absolute level and / or the triglycerol stereospecificity of GLA in oils affect biological efficacy , epidermal hyperproliferation was induced in guinea pigs by a @DRUG$ ( HCO ) diet for 8 .	The absolute level and / or the triglycerol stereospecificity of GLA in oils affects biological efficacy .	1
0	Limited data suggest that the addition of @DRUG$ does not improve the activity of @DRUG$ against A. baumannii, P. aeruginosa, or S. maltophilia.	specify data propose that the addition of @DRUG$ does not improve the activity of @DRUG$ against A. baumannii , P. aeruginosa , or S. maltophilia .	Limited data suggest that the addition P. @DRUG$ does not improve the activity of @DRUG$ against A. baumannii , of maltophilia , or S. aeruginosa .	Limited data suggest that the addition of @DRUG$ does not improve activity of @DRUG$ against A. baumannii , P. aeruginosa or S. .	Adding @DRUG$ to @DRUG$ does not seem to make it more effective against A. baumannii, P. aeruginosa, or S. maltophilia.	0
0	A phase I clinical trial of @DRUG$ 200, 400, 600, 800, and 1,000 @DRUG$/day in 15 patients with breast cancer showed significant reduction in bone pain and analgesic intake in some patients, with no significant adverse effects.	A phase I clinical trial of @DRUG$ 200 ,  , 600 , 800 , and 1,000 @DRUG$ / day in xv affected role with breast cancer showed pregnant reduction in bone pain and analgesic intake in some affected role , with no pregnant adverse effects .	A phase I clinical trial of @DRUG$ 200 breast 400 , 600 , 800 , and 1,000 @DRUG$ / day in , patients with 15 cancer showed significant reduction in effects pain and analgesic patients in some intake , with no significant adverse bone .	A phase I clinical trial of @DRUG$ 200 , 400 , 600 , 800 , and 1,000 @DRUG$ / day in 15 patients with breast cancer showed reduction in bone pain and analgesic in some patients with significant adverse effects .	Some patients who took @DRUG$ experienced a significant reduction in bone pain and analgesic intake, with no significant adverse effects.	1
0	Pharmacokinetics of @DRUG$ after single-dose intramuscular administration of betamethasone phosphate and betamethasone @DRUG$ to healthy subjects.	Pharmacokinetics of @DRUG$ after single- dose intramuscular administration of betamethasone phosphate and betamethasone @DRUG$ to good for you subjects .	Pharmacokinetics of @DRUG$ after single- dose intramuscular administration of betamethasone phosphate and healthy @DRUG$ to betamethasone subjects .	Pharmacokinetics of @DRUG$ after single- dose intramuscular administration of betamethasone phosphate and @DRUG$ to healthy subjects .	The pharmacokinetics of @DRUG$ after a single dose of intramuscular betamethasone phosphate and betamethasone @DRUG$ were studied in healthy subjects.	0
0	The hypothesis that azaperone reduced blood pressure by blocking alpha-adrenoceptors, thereby decreasing vasomotor tone, was tested by measuring the ability of azaperone (0-8 mg/kg) to antagonise the action of standard intravenous doses of adrenaline (1-5 mug/kg) on blood pressure, Azaperone partially antagonised the pressor action of adrenaline and in comparative studies the @DRUG$ tranquilliser, @DRUG$ (0-1 mg/kg), also exerted a similar blocking effect.	The guess that azaperone thin blood force by blocking alpha-adrenoceptors , thereby decreasing vasomotor tone , was tested by assess the ability of azaperone ( zero - octad mg / kg ) to antagonise the action of standard intravenous doses of epinephrine ( 1 - 5 mug / kg ) on blood force , Azaperone partially antagonised the pressor action of epinephrine and in comparative studies the @DRUG$ tranquilliser , @DRUG$ ( zero - 1 mg / kg ) , also exert a similar blocking effect .	The hypothesis that azaperone reduced blood pressure ability blocking alpha-adrenoceptors blood thereby decreasing vasomotor tone 1 was similar by measuring the by / azaperone ( 0 - 8 mg / kg ) to ( the action of standard intravenous doses , adrenaline antagonise 1 - 5 mug / kg ) on , pressure , Azaperone partially antagonised the pressor action of adrenaline and in comparative studies the @DRUG$ tranquilliser , @DRUG$ ( 0 - of mg of kg ) , also exerted a tested blocking effect .	The that azaperone reduced blood pressure by blocking alpha-adrenoceptors , thereby decreasing vasomotor tone , tested by measuring the ability of azaperone ( 0 - 8 / kg ) antagonise the action of standard intravenous doses of adrenaline ( 1 5 mug / kg on blood pressure Azaperone partially antagonised the pressor of adrenaline and in studies the @DRUG$ tranquilliser , @DRUG$ 0 - 1 / kg ) , also exerted a similar blocking effect .	Azaperone blocks the action of adrenaline, and @DRUG$ also blocks the action of adrenaline.	1
0	These effects were almost the same @DRUG$ or even more potent than those of imipramine and @DRUG$.	These impression were almost the same @DRUG$ or even more potent than those of imipramine and @DRUG$ .	These effects were or the same @DRUG$ almost even more potent than those of imipramine and @DRUG$ .	These effects almost the same @DRUG$ or even more potent than those of imipramine and @DRUG$ .	@DRUG$ is more potent than imipramine, and @DRUG$ is more potent than imipramine.	0
0	Differential interactions of the broad spectrum drugs artemisinin, @DRUG$ and @DRUG$ with serum albumin.	Differential interactions of the large minded spectrum drugs artemisinin , @DRUG$ and @DRUG$ with serum albumin .	Differential interactions of the broad spectrum drugs artemisinin and @DRUG$ , @DRUG$ with serum albumin .	Differential interactions of the spectrum drugs artemisinin @DRUG$ and @DRUG$ with serum albumin .	The differential interactions of artemisinin with serum albumin are different from the differential interactions of @DRUG$ with serum albumin, and the differential interactions of @DRUG$ with serum albumin are different from the differential interactions of artemisinin with serum albumin.	0
0	Patients with acute DVT received oral @DRUG$ (24, 36, 48 or 60 @DRUG$ twice daily) or dalteparin and warfarin for 2 weeks.	Patients with acute DVT received viva @DRUG$ ( 24 , 36 , 48 or threescore @DRUG$ twice daily ) or dalteparin and warfarin for 2 weeks .	Patients , acute DVT received oral @DRUG$ ( 24 60 36 , 48 or with @DRUG$ twice daily ) or dalteparin and warfarin for 2 weeks .	Patients with acute received oral @DRUG$ ( 36 , 48 or 60 @DRUG$ twice daily ) or dalteparin and warfarin for 2 weeks .	Patients with acute DVT received oral @DRUG$ ( 24 , 36 , 48 or 60 @DRUG$ twice daily ) or dalteparin and warfarin for 2 weeks .	0
0	The main use of @DRUG$ in the adjuvant setting is @DRUG$ an alternative to tamoxifen, and toxicities are discussed in relation to tamoxifen toxicities.	The chief use of @DRUG$ in the adjuvant setting is @DRUG$ an alternate to tamoxifen , and toxicities are discussed in relation to tamoxifen toxicities .	The main use of @DRUG$ in the adjuvant setting is @DRUG$ are alternative to tamoxifen , and toxicities an discussed in toxicities to tamoxifen relation .	The main use of @DRUG$ in the adjuvant setting is @DRUG$ an alternative to tamoxifen , and are in relation to tamoxifen toxicities .	@DRUG$ is an alternative to tamoxifen, and @DRUG$ is discussed in relation to tamoxifen toxicities.	0
0	After acylation of @DRUG$ by @DRUG$(130) --> Gly, inactivation proceeds independent of any additional covalent interactions.	afterward acylation of @DRUG$ by @DRUG$ ( 130 ) --> Gly , inactivation return independent of any additional covalent interactions .	After acylation of @DRUG$ by @DRUG$ ( 130 ) --> Gly inactivation , proceeds independent of any additional interactions covalent .	After acylation of @DRUG$ by @DRUG$ ( 130 ) --> Gly , inactivation proceeds of any additional covalent interactions .	Once @DRUG$ is acylated by @DRUG$, it is inactivated and further covalent interactions are not necessary.	0
0	This targeted the pentose phosphate pathway with significant accumulation seen with @DRUG$-6-phosphate, @DRUG$-5-phosphate and glyceraldehyde-3-phosphate.	This targeted the pentose phosphate pathway with significant accumulation seen with @DRUG$ - sextuplet - phosphate , @DRUG$ - 5 - phosphate and glyceric aldehyde - 3 - phosphate .	This pathway the pentose phosphate targeted with significant accumulation seen 5 @DRUG$ - 6 - phosphate , @DRUG$ - with - phosphate and glyceraldehyde - 3 - phosphate .	This targeted the pentose phosphate with accumulation seen @DRUG$ - 6 - phosphate , @DRUG$ - 5 - phosphate and - 3 - phosphate .	The pentose phosphate pathway was targeted with significant accumulation seen with @DRUG$ - 6 - phosphate , @DRUG$ - 5 - phosphate and glyceraldehyde - 3 - phosphate .	0
0	Alginate-based raft-forming formulations usually contain sodium or @DRUG$; in the presence of gastric acid, the bicarbonate is converted to @DRUG$ which becomes entrapped within the gel precipitate, converting it into a foam which floats on the surface of the gastric contents, much like a raft on water.	Alginate - based raft-forming formulations unremarkably contain sodium or @DRUG$ ; in the presence of gastric acid , the bicarbonate is converted to @DRUG$ which becomes entrapped within the gel precipitate , converting it into a foam which floats on the airfoil of the gastric table of contents , much the likes of a raft on pee .	Alginate - based raft-forming foam usually contain sodium converting @DRUG$ ; in the , of gastric acid presence the the is converted to @DRUG$ which becomes entrapped within the gel it , or precipitate into a formulations which floats on the surface of bicarbonate gastric contents , much like a raft on water .	Alginate - based raft-forming formulations usually contain sodium or @DRUG$ the presence gastric acid , the bicarbonate converted to @DRUG$ which becomes entrapped within gel , converting it a foam which floats on the surface the contents , much like a raft water	Alginate - based raft-forming formulations usually contain sodium or @DRUG$ ; in the presence of gastric acid , the bicarbonate is converted to @DRUG$ which becomes entrapped within the gel precipitate , converting it into a foam which floats on the surface of the gast	0
1	CONCLUSIONS: Results from these trials indicate that paroxetine, @DRUG$, @DRUG$, venlafaxine, and desvenlafaxine are effective in reducing the frequency and severity of hot flashes.	CONCLUSIONS : Results from these visitation indicate that paroxetine , @DRUG$ , @DRUG$ , venlafaxine , and desvenlafaxine are effective in deoxidize the frequence and severity of hot flashes .	CONCLUSIONS : Results from these trials indicate that paroxetine , @DRUG$ , @DRUG$ , venlafaxine , and desvenlafaxine are severity in the reducing frequency and effective of hot flashes .	CONCLUSIONS : from these trials indicate that paroxetine , @DRUG$ , @DRUG$ , venlafaxine , and desvenlafaxine are effective reducing the frequency and severity of hot flashes .	Paroxetine, @DRUG$, @DRUG$, venlafaxine, and desvenlafaxine are all effective in reducing the frequency and severity of hot flashes.	0
0	Dogs (n = 10) and humans with psoriasis (n = 21) orally administered L-@DRUG$ and L /D-AMT at the @DRUG$ L-enantiomer dose resulted in stereoselective absorption (absent D-enantiomer in plasma), bioequivalent L-enantiomer pharmacokinetics, and equivalent safety.	Dogs ( n = x ) and homo with psoriasis ( n = 21 ) orally administered L-@DRUG$ and L /D- AMT at the @DRUG$ L-enantiomer std resulted in stereoselective absorption ( abstracted D-enantiomer in plasma ) , bioequivalent L-enantiomer pharmacokinetics , and equivalent safety .	Dogs ( n = 10 ) and ( with psoriasis , n = 21 ) absent administered L-@DRUG$ and L /D- @DRUG$ at the AMT L-enantiomer dose resulted in stereoselective absorption humans orally D-enantiomer in plasma ) ( bioequivalent L-enantiomer pharmacokinetics , and equivalent safety .	( n = 10 ) and humans with psoriasis ( = 21 ) orally administered L-@DRUG$ and L /D- AMT at the @DRUG$ L-enantiomer dose resulted stereoselective absorption ( absent in plasma ) , bioequivalent L-enantiomer pharmacokinetics , and equivalent safety .	Dogs and humans with psoriasis orally administered L-@DRUG$ and L/D-AMT at the @DRUG$ L-enantiomer dose resulted in stereoselective absorption (absent D-enantiomer in plasma), bioequivalent L-enantiomer pharmac	0
0	The primary composite end point was defined @DRUG$ cessation of spreading or reduction in lesion size, absence of fever, and no need for administration of a rescue antibiotic 48 to 72 hours after administration of @DRUG$.	The principal composite end designate was defined @DRUG$ cessation of spreading or reduction in lesion size , absence of feverishness , and no need for administration of a rescue antibiotic 48 to 72 hours after administration of @DRUG$ .	The of composite end point 72 defined @DRUG$ cessation of spreading or in reduction lesion size , absence of fever , and no need for administration primary a rescue antibiotic 48 to was hours after administration of @DRUG$ .	The primary composite point was defined @DRUG$ cessation of spreading or reduction in lesion size , absence of fever , and no need for administration of a antibiotic 48 to 72 hours after administration of @DRUG$ .	@DRUG$ is effective in stopping the spread of infection or reducing lesion size, and it does not cause fever or require the administration of a rescue antibiotic within 48 to 72 hours after administration.	1
0	However, in comparative trials with a benzodiazepine agent, carbamazepine's ability to prevent @DRUG$ withdrawal seizures (OR = 0.93; 95% CI = 0.06-14.97, @DRUG$ = NS) and delirium tremens (DTs; OR = 1.25; 95% CI = 0.28-5.64, P = NS) was uncertain as a result of insufficient patient enrollment.	notwithstanding , in comparative visitation with a benzodiazepine agent , carbamazepine 's power to prevent @DRUG$ withdrawal seizures ( OR = 0.93 ; 95 % CI = 0.06-14.97 , @DRUG$ = NS ) and delirium tremens ( DTs ; OR = 1.25 ; 95 % CI = 0.28-5.64 , P = NS ) was incertain as a upshot of insufficient affected role enrollment .	tremens , in comparative trials with to benzodiazepine agent , carbamazepine 's ability a prevent @DRUG$ withdrawal seizures ( OR = 0.93 ; = % CI = 0.06-14.97 , @DRUG$ = NS ) and delirium However , DTs ; OR = 1.25 ; 95 % CI 95 0.28-5.64 ( P = NS patient was uncertain as a result of insufficient ) enrollment .	However , in comparative with a benzodiazepine agent , carbamazepine 's ability to prevent @DRUG$ withdrawal seizures ( OR = 0.93 95 % CI = 0.06-14.97 , @DRUG$ = NS ) and delirium tremens ( DTs ; OR = ; 95 % CI = 0.28-5.64 , P = ) was as a result of insufficient patient .	However, the ability of carbamazepine to prevent @DRUG$ withdrawal seizures and delirium tremens was uncertain due to a lack of patient enrollment in comparative trials.	1
0	@DRUG$-induced diabetic rats received 3 mg/ml @DRUG$ in drinking water beginning at 72 h or 4 weeks and continued to 8 weeks.	@DRUG$ - induced diabetic rats received trine mg / ml @DRUG$ in drinking water beginning at  h or 4 weeks and continued to 8 weeks .	@DRUG$ - induced drinking rats received 3 mg / ml @DRUG$ in diabetic water beginning at 72 h 8 4 weeks and continued to or weeks .	@DRUG$ - induced diabetic rats received 3 mg / ml @DRUG$ drinking beginning 72 h or 4 weeks and continued to 8 weeks .	@DRUG$ - induced diabetic rats received 3 mg / ml @DRUG$ in drinking water beginning at 72 h or 4 weeks and continued to 8 weeks ."In other words, DRUGA and DRUGB are related in that DRUGA induces diabetic rats to receive 3 mg / ml	0
0	METHODS: After an overnight fast, eight healthy volunteers were treated with either 400 ml grapefruit juice or @DRUG$ before intravenous (12 mg) or oral saquinavir (600 @DRUG$) was administered.	METHODS : After an overnight fast , eight healthy volunteers were treated with either 400 mil grapefruit juice or @DRUG$ before intravenous ( 12 mg ) or oral examination saquinavir ( 600 @DRUG$ ) was dole out .	were volunteers After an overnight fast with eight healthy : METHODS treated , either 400 ml grapefruit juice or @DRUG$ before intravenous ( 12 mg ) or oral saquinavir ( 600 @DRUG$ ) was administered .	METHODS : After fast , eight treated with either 400 ml grapefruit juice or @DRUG$ before intravenous ( mg ) or oral saquinavir ( 600 @DRUG$ ) was administered .	Grapefruit juice can increase the absorption of saquinavir, leading to an increase in the levels of saquinavir in the blood.	1
1	In the analytical assay, @DRUG$ (internal standard) and CDDZ were extracted using a liquid-liquid extraction (diethyl-@DRUG$/hexane, 80/20, v/v) procedure.	In the analytical try , @DRUG$ ( national banner ) and CDDZ were extracted using a liquid-liquid extraction ( diethyl - @DRUG$ / hexane , 80 / 20 , v/v ) procedure .	In ( analytical assay , @DRUG$ the internal standard ) and CDDZ were extracted using a , extraction ( diethyl - @DRUG$ / hexane , 80 20 / liquid-liquid v/v ) procedure .	In the analytical assay , @DRUG$ ( internal standard ) and CDDZ were extracted using a liquid-liquid extraction ( diethyl - @DRUG$ / hexane , 80 / , v/v ) procedure .	@DRUG$ is used as an internal standard to help measure the amount of @DRUG$ in a sample.	0
0	Increased dietary intake of @DRUG$ (LA) leads to oxidation of low-density lipoprotein (LDL), platelet aggregation, and interferes with the incorporation of EFA in cell membrane @DRUG$.	Increased dietetical intake of @DRUG$ ( LA ) leads to oxidation of low density lipoprotein ( LDL ) , thrombocyte aggregation , and interferes with the incorporation of EFA in cell membrane @DRUG$ .	Increased EFA intake of @DRUG$ ( of ) leads to oxidation LA low-density lipoprotein platelet LDL ) , ( aggregation , and interferes with the incorporation of dietary in cell membrane @DRUG$ .	Increased dietary intake of @DRUG$ ( LA ) leads to oxidation of low-density lipoprotein ( LDL ) , aggregation , and interferes with the incorporation of EFA in cell membrane @DRUG$ .	If you eat more @DRUG$, it will cause your LDL levels to increase, it will make your platelets more likely to clump together, and it will interfere with the way your body uses essential fatty acids.	1
0	Actaea racemosa @DRUG$ (formerly Cimicifuga racemosa [L] Nutt) (Ranunculaceae), commonly known @DRUG$ black cohosh, is an herb native to Eastern North America.	Actaea racemosa @DRUG$ ( formerly Cimicifuga racemosa [ L ] Nutt ) ( Ranunculaceae ) , normally hump @DRUG$ black cohosh , is an herb native to easterly North America .	Actaea racemosa @DRUG$ ( formerly racemosa Cimicifuga [ L ] Nutt commonly ( Ranunculaceae ) , ) known @DRUG$ native cohosh , is an herb black to Eastern North America .	Actaea racemosa @DRUG$ ( formerly Cimicifuga racemosa [ L ] Nutt ) ( Ranunculaceae ) , known @DRUG$ black cohosh , is an herb native to Eastern North America .	@DRUG$ is an herb that is native to Eastern North America. @DRUG$ is commonly known as black cohosh, and is a member of the Ranunculaceae family.	0
0	Sample dilutions and the standard dose response line were prepared to contain @DRUG$ pH 6 @DRUG$ buffer (2 + 8), and the test organism was Sarcina lutea.	try out dilutions and the standard dose answer line were prepared to contain @DRUG$ pH 6 @DRUG$ buffer ( ii + 8 ) , and the test organism was Sarcina lutea .	Sample dilutions and the standard to response line were prepared dose contain @DRUG$ pH 6 @DRUG$ buffer ( 2 organism 8 ) , and the test + was lutea Sarcina .	Sample dilutions and the standard dose response line prepared to contain @DRUG$ pH @DRUG$ buffer ( 2 + 8 ) , and the test organism was Sarcina lutea .	Sample dilutions and the standard dose response line were prepared to contain @DRUG$ pH 6 @DRUG$ buffer ( 2 + 8 ) , and the test organism was Sarcina lutea ."DRUGA and DRUGB are two different things that are related to each other.	0
0	Under normal situations, the intestinal mucosa is in a state of 'controlled' inflammation regulated by a delicate @DRUG$ of proinflammatory (tumour necrosis factor [TNF]-alpha, interferon [IFN]-gamma, interleukin [IL]-1, IL-6, IL-12) and anti-inflammatory cytokines (IL-4, IL-10, @DRUG$).	Under normal situations , the enteral mucosa is in a state of ' controlled ' ignition order by a delicate @DRUG$ of pro inflammatory ( tumor necrosis factor [ TNF ] - alpha , interferon [ IFN ] - gamma , interleukin [ IL ] -1 , IL - hexad , IL - 12 ) and anti-inflammatory cytokines ( IL -4 , IL -10 , @DRUG$ ) .	Under normal situations , the intestinal mucosa is in a regulated of ' controlled ' inflammation delicate by a state @DRUG$ of interferon IL tumour necrosis factor anti-inflammatory TNF ] - alpha , proinflammatory [ IFN ] - gamma , interleukin [ IL ] -1 , [ - 6 , IL - 12 ) and ( cytokines ( IL -4 , IL -10 , @DRUG$ ) .	Under normal situations , the intestinal mucosa is in state of controlled ' inflammation regulated a delicate @DRUG$ of proinflammatory ( tumour necrosis factor [ TNF ] - alpha , interferon [ IFN ] - gamma , interleukin [ IL ] -1 , IL - 6 IL - 12 ) and anti-inflammatory cytokines ( IL -4 , IL -10 , @DRUG$ ) .	Under normal situations, the intestinal mucosa is in a state of 'controlled' inflammation regulated by a delicate balance of proinflammatory (tumor necrosis factor [TNF] - alpha, interferon [IFN] - gamma, interleukin [IL] -1, IL	1
0	The cohort analysis included 3484 women who received a prescription for @DRUG$ from 30 days before conception to @DRUG$ of delivery, and 60175 women who did not use a sulphonamide-containing drug during pregnancy or 30 days before conception.	The age bracket analytic thinking admit 3484 women who received a prescription for @DRUG$ from 30 days before conception to @DRUG$ of delivery , and 60175 women who did not use a sulphonamide - containing drug during gestation or 30 days before conception .	The women analysis included 3484 of who received a prescription for @DRUG$ from 30 days before conception to @DRUG$ did delivery , and 60175 women who cohort not use a days - containing drug during pregnancy or 30 sulphonamide before conception .	cohort analysis included 3484 who received prescription for @DRUG$ from 30 days before conception to @DRUG$ of delivery , women who did not use a sulphonamide - containing drug during pregnancy or 30 days before conception .	The cohort analysis included 3484 women who received a prescription for @DRUG$ from 30 days before conception to @DRUG$ of delivery , and 60175 women who did not use a sulphonamide - containing drug during pregnancy or 30 days before conception ."In other words, if you took DR	0
0	Pinaverium bromide (50 @DRUG$) or placebo was taken orally t.i.@DRUG$ with food.	Pinaverium bromide ( 50 @DRUG$ ) or placebo was taken orally t.i.@DRUG$ with solid food .	Pinaverium bromide ( 50 @DRUG$ orally or placebo was taken ) t.i.@DRUG$ with food .	Pinaverium bromide ( 50 @DRUG$ or placebo was taken orally t.i.@DRUG$ with food	Pinaverium bromide ( 50 @DRUG$ ) or placebo was taken orally t.i.@DRUG$ with food ."In other words, if you are taking DRUGA, you should also take DRUGB with food.	0
0	In a randomized, open-label, multicentre trial (COMFORT-II) in patients with myelofibrosis, significantly more @DRUG$ than best available therapy recipients achieved the @DRUG$ primary endpoint at 48 weeks.	In a randomised , open-label , multicentre trial ( COMFORT - II ) in patients with myelofibrosis , importantly more @DRUG$ than best available therapy recipients achieved the @DRUG$ primary quill endpoint at 48 weeks .	In more randomized , open-label II multicentre trial ( COMFORT - , ) in patients with myelofibrosis , significantly a @DRUG$ best than available therapy recipients achieved the @DRUG$ primary endpoint at 48 weeks .	In a randomized open-label , multicentre trial COMFORT - II ) with , significantly more @DRUG$ than best available therapy recipients achieved the @DRUG$ endpoint at 48 weeks .	Significantly more @DRUG$ than best available therapy recipients achieved the @DRUG$ primary endpoint at 48 weeks.	0
0	Data were analysed by standardised methods to estimate deaths, prevalence, years of life lost (YLLs), years of life lived with disability (YLDs), and disability-adjusted life-years (DALYs; computed as the sum of YLLs and YLDs), and the fractions of these metrics that were attributable to four risk factors that @DRUG$ GBD criteria for assessment (high body-mass index [BMI], high fasting plasma @DRUG$, smoking, and a diet high in sugar-sweetened beverages).	Data were analysed by standardized methods to estimate deaths , prevalence , years of living lost ( YLLs ) , years of living lived with handicap ( YLDs ) , and handicap - adjust life-years ( DALYs ; cipher as the sum of YLLs and YLDs ) , and the divide of these metrics that were attributable to four risk broker that @DRUG$ GBD criteria for assessment ( high body - mint index [ BMI ] , high fasting plasm @DRUG$ , smoking , and a diet high in sugar-sweetened beverages ) .	fasting were analysed by standardised methods to estimate deaths life prevalence , years of life lost smoking YLLs ) , years of , lived with disability ( YLDs ) , and that adjusted - life-years ( DALYs ; computed as in risk of YLLs these YLDs ) , and the fractions of and metrics [ were attributable to four sum factors that @DRUG$ GBD criteria for assessment ( high body - mass index disability BMI ] , high Data plasma @DRUG$ , ( , and a diet high the sugar-sweetened beverages ) .	Data were analysed by standardised methods to estimate deaths , prevalence , years of life lost ( YLLs ) , years of life lived with disability ( YLDs ) , and ( ; computed as sum YLLs and YLDs ) , the fractions of these metrics that were attributable to risk @DRUG$ GBD criteria for assessment high - mass index ] , high fasting @DRUG$ , smoking , and a diet high sugar-sweetened beverages ) .	The data show that @DRUG$ is associated with increased deaths, prevalence, years of life lost, years of life lived with disability, and disability-adjusted life-years. The largest fraction of these metrics is attributable to high BMI, high fasting plasma @DRUG$, smoking, and a diet high	0
0	The effect of the drug was evaluated by measuring serum testosterone, @DRUG$ (LH), @DRUG$ (FSH) and analysing the semen before and after treatment.	The effect of the drug was evaluated by measuring blood serum testosterone , @DRUG$ ( luteinizing hormone ) , @DRUG$ ( FSH ) and analysing the semen before and after handling .	The effect of the drug LH evaluated by measuring serum testosterone treatment @DRUG$ ( and ) , @DRUG$ ( FSH ) was analysing the semen before and after , .	The effect of the drug was evaluated by measuring serum testosterone , @DRUG$ ( LH ) , @DRUG$ ( FSH ) and analysing the semen before and after treatment	The effect of the drug was evaluated by measuring serum testosterone , @DRUG$ ( LH ) , @DRUG$ ( FSH ) and analysing the semen before and after treatment ."DRUGA affects the levels of LH and FSH, and this in turn affects the semen.	0
0	Cabergoline (ED50 = 1.10 mg/kg, at 4 h after the administration of drugs) also reversed catalepsy, the failure to correct an externally imposed posture, and its efficacy was stronger and longer than @DRUG$ (ED50 = 4.65 @DRUG$/kg, at 4 h).	Cabergoline ( ED50 = 1.10 mg / kilo , at 4 h after the brass of drugs ) also reversed catalepsy , the nonstarter to even out an outwardly imposed posture , and its efficacy was stronger and longer than @DRUG$ ( ED50 = 4.65 @DRUG$ / kilo , at 4 h ) .	Cabergoline ( ED50 = 1.10 mg failure kg , at 4 h correct the administration of drugs ) and reversed after , the / to catalepsy / externally imposed posture , also its efficacy was stronger and longer than @DRUG$ ( ED50 = 4.65 @DRUG$ an kg , at 4 h ) .	Cabergoline ( = mg / kg , at h after the administration of drugs ) also reversed catalepsy , the failure to correct an externally imposed posture , its efficacy was stronger and longer than @DRUG$ ( ED50 = 4.65 @DRUG$ / kg , 4 h ) .	Cabergoline ( ED50 = 1.10 mg / kg , at 4 h after the administration of drugs ) is more effective than @DRUG$ ( ED50 = 4.65 mg / kg , at 4 h ) in reversing catalepsy .	1
0	Among six reported @DRUG$-conjugated metabolites of @DRUG$, M1 (5-hydroxy-4-(glutathion-S-yl)diclofenac) to M6 (2'-(glutathion-S-yl)monoclofenac), we found three dichlorinated conjugates [M1, M2 (4'-hydroxy-3'-(glutathion-S-yl)diclofenac), and M3 (5-hydroxy-6-(glutathion-S-yl)diclofenac)], and a single monochlorinated conjugate [M4 (2'-hydroxy-3'-(glutathion-S-yl)monoclofenac) or M5 (4'-hydroxy-2'-(glutathion-S-yl)monoclofenac)], in the bile of humanized chimeric mice.	Among six spot cover @DRUG$ - conjugated metabolites of @DRUG$ , M1 ( 5- hydroxy -4 -( glutathion-S-yl) diclofenac ) to M6 ( 2 ' -( glutathion-S-yl) monoclofenac ) , we get three dichlorinated conjugates [ M1 , M2 ( quartet '- hydroxy - terzetto ' -( glutathion-S-yl ) diclofenac ) , and m ( 5- hydroxy - 6 -( glutathion -S-yl ) diclofenac ) ] , and a exclusive monochlorinated conjugate [ M4 ( 2'-hydroxy -3 ' -( glutathion-S-yl) monoclofenac ) or M5 ( 4'-hydroxy -2' -( glutathion-S-yl ) monoclofenac ) ] , in the gall of humanized chimerical mouse .	-2' -( reported @DRUG$ - conjugated metabolites of @DRUG$ , M1 ( 5- M3 -4 -( glutathion-S-yl) diclofenac ) to M6 ( 2 ' -( mice monoclofenac ) , 6 found three dichlorinated conjugates ) M1 , M2 ( 4 '- ( - 3 ' -( glutathion-S-yl ) diclofenac ) , and hydroxy ( 5- hydroxy - we six glutathion -S-yl in diclofenac monoclofenac ] , and a single monochlorinated conjugate [ M4 ( 2'-hydroxy -3 ' -( glutathion-S-yl) monoclofenac ) or [ hydroxy 4'-hydroxy Among -( glutathion-S-yl ) ) ) ] , M5 the bile of humanized chimeric glutathion-S-yl) .	Among six reported @DRUG$ - conjugated metabolites of @DRUG$ , 5- hydroxy -4 -( diclofenac ) to M6 ( ' -( glutathion-S-yl) monoclofenac ) , found three dichlorinated [ M1 , ( 4 '- hydroxy - 3 ' -( glutathion-S-yl ) diclofenac ) , and M3 ( hydroxy 6 -( glutathion -S-yl ) diclofenac ) ] , and a single monochlorinated conjugate [ M4 ( 2'-hydroxy -3 ' -( glutathion-S-yl) monoclofenac ) or M5 ( -2' -( glutathion-S-yl ) monoclofenac ) ] in the bile of humanized chimeric .	@DRUG$ is a conjugated metabolite of @DRUG$. M1, M2, M3, and M4 are dichlorinated conjugates of DRUGA, and M5 is a monochlorinated conjugate of DRUGA.	0
0	Pharmacological evidence suggests @DRUG$-glutamate is a strong candidate @DRUG$ a transmitter at the giant synapse of the squid.	Pharmacological prove suggests @DRUG$ - glutamate is a strong candidate @DRUG$ a transmitter at the titan synapse of the squid .	Pharmacological evidence suggests @DRUG$ strong glutamate squid a - candidate @DRUG$ a transmitter at the giant synapse of the is .	Pharmacological evidence @DRUG$ - glutamate is a strong candidate @DRUG$ a transmitter at giant synapse of the squid	There is evidence that glutamate is a strong candidate transmitter at the giant synapse of the squid.	1
1	Behavioural, electrophysiological and receptor binding experiments gradually led to the idea that @DRUG$ owes much of its anxiolytic activity to its ability to attenuate central @DRUG$ neurotransmission.	Behavioural , electrophysiological and receptor binding experiment gradually led to the idea that @DRUG$ owes much of its minor tranquillizer activity to its ability to attenuate central @DRUG$ neurotransmission .	Behavioural its electrophysiological and receptor binding experiments gradually led to the idea that @DRUG$ owes much of its anxiolytic activity to to ability , attenuate central @DRUG$ neurotransmission .	Behavioural , electrophysiological and receptor binding experiments gradually led to the idea that @DRUG$ owes much of its anxiolytic activity to its ability to attenuate central @DRUG$ neurotransmission .	@DRUG$ is thought to reduce anxiety by decreasing the amount of @DRUG$ neurotransmission in the brain.	0
0	@DRUG$ (160 @DRUG$ daily) significantly prolonged bromazepam half-life (28 vs. 23 hours), but the reduction in clearance associated with propranolol (0.65 vs. 0.82 ml/min/kg) did not reach significance.	@DRUG$ ( 160 @DRUG$ daily ) significantly prolonged bromazepam one half - life ( 28 vs. 23 hours ) , but the simplification in clearance associated with propranolol ( 0.65 vs. 0.82 cubic centimetre / min/kg ) did not arrive at significance .	@DRUG$ ( 160 @DRUG$ daily ) significantly prolonged bromazepam half - 0.82 ( the 0.65 23 hours ) , but 28 reduction in clearance associated with propranolol ( vs. vs. min/kg ml / life ) did not reach significance .	@DRUG$ 160 @DRUG$ daily ) significantly prolonged bromazepam half - life ( 28 23 hours ) but the reduction in clearance associated with propranolol ( 0.82 ml / min/kg ) did not reach significance .	@DRUG$ ( 160 @DRUG$ daily ) significantly prolonged bromazepam half - life ( 28 vs. 23 hours ) , but the reduction in clearance associated with propranolol ( 0.65 vs. 0.82 ml / min/kg ) did not reach significance .	0
0	In short-term evaluations (eight to ten days after therapy), 0.4% terconazole cream was as effective as 2.0% @DRUG$ @DRUG$ cream and significantly superior microbiologically in one study.	In short - term evaluations ( eight to tenner days after therapy ) , 0.4 % terconazole cream was as effectual as 2.0 % @DRUG$ @DRUG$ cream and significantly superior microbiologically in ane study .	In microbiologically - term evaluations ( eight to ten days after therapy ) , 0.4 cream terconazole % was as effective as 2.0 % @DRUG$ @DRUG$ cream and significantly superior short in one study .	In short - term evaluations ( eight to ten days after therapy ) , 0.4 % terconazole cream was as effective as 2.0 % @DRUG$ @DRUG$ cream significantly superior microbiologically in one study .	In short - term evaluations ( eight to ten days after therapy ) , 0.4 % terconazole cream was as effective as 2.0 % @DRUG$ @DRUG$ cream and significantly superior microbiologically in one study .	0
1	Effects on SHBG and angiotensinogen of 10 @DRUG$ E4 combined with DRSP were 15%-20% that of EE/@DRUG$.	Effects on SHBG and angiotensinogen of x @DRUG$ E4 meld with DRSP were 15 % - 20 % that of EE / @DRUG$ .	Effects DRSP SHBG and with of 10 @DRUG$ E4 combined angiotensinogen on were 15 % - 20 % that of EE / @DRUG$ .	Effects on SHBG and angiotensinogen of 10 @DRUG$ E4 combined with were 15 % - 20 % that of EE / @DRUG$ .	The effects of 10 @DRUG$ E4 combined with DRSP were 15 % - 20 % that of EE / @DRUG$ .	0
0	Five grade 3 treatment-related adverse events occurred in four (5%) patients: lymphopenia in two patients, blood @DRUG$ phosphokinase increase in one patient, aminotransferase increase in one patient, and blood @DRUG$ increase in one patient; there were no treatment-related grade 4 adverse events or treatment-related deaths.	Five grade 3 treatment - concern adverse events fall out in four ( 5 % ) patient : lymphopenia in deuce patient , blood @DRUG$ phosphokinase increase in one patient , aminotransferase increase in one patient , and blood @DRUG$ increase in one patient ; there were no treatment - concern grade four adverse events or treatment - concern destruction .	Five grade 3 treatment - related adverse or occurred in four ( 5 % ) patients and lymphopenia : two patients , blood @DRUG$ phosphokinase increase in one patient in aminotransferase increase in one patient , grade blood @DRUG$ increase in one patient ; there were no treatment - related , 4 - events events treatment adverse related deaths .	Five grade 3 treatment related adverse events in four ( 5 ) patients : lymphopenia in two patients , blood @DRUG$ phosphokinase increase in patient , aminotransferase increase in one , and blood @DRUG$ increase in one patient ; there were no treatment - related grade 4 adverse events or treatment - related deaths	Five grade 3 treatment - related adverse events occurred in four ( 5 % ) patients : lymphopenia in two patients , blood @DRUG$ phosphokinase increase in one patient , aminotransferase increase in one patient , and blood @DRUG$ increase in one patient ; there were no	0
0	In 1982, it was established that @DRUG$ (alpha-TS) was the most effective form of vitamin E in comparison to @DRUG$, alpha-tocopheryl acetate and alpha-tocopheryl nicotinate in inducing differentiation, inhibition of proliferation and apoptosis in cancer cells, depending upon its concentration.	inward 1982 , it was established that @DRUG$ ( alpha - TS ) was the most effective form of vitamin E in comparison to @DRUG$ , alpha-tocopheryl acetate and alpha-tocopheryl nicotinate in inducing differentiation , suppression of proliferation and apoptosis in cancer cellular telephone , look upon its concentration .	In 1982 , it was established that @DRUG$ ( alpha - cancer ) was the most effective form of vitamin proliferation in comparison to @DRUG$ , alpha-tocopheryl acetate and alpha-tocopheryl nicotinate in inducing differentiation , inhibition of E and apoptosis in TS cells , depending upon its concentration .	In 1982 , was established that @DRUG$ ( alpha - TS ) was the most effective form of vitamin E in comparison to @DRUG$ , alpha-tocopheryl acetate and alpha-tocopheryl nicotinate in inducing differentiation , inhibition proliferation and apoptosis cancer cells , depending upon its concentration .	@DRUG$ is more effective than @DRUG$ in inducing differentiation, inhibition of proliferation, and apoptosis in cancer cells, depending upon its concentration.	0
0	MATERIALS AND METHODS: Sublethally irradiated (300 cGY) NOD/SCID mice transplanted with human cord blood mononuclear cells (CB MNC) were injected with ad-SDF-1 (10(9) plaque forming units, i.v., x 1) or @DRUG$ (10 mg/kg/dose, i.v. @DRUG$ 24 hours x 7).	MATERIALS AND METHODS : Sublethally irradiated ( 300 cGY ) nod / SCID mice graft with human cord blood mononuclear cells ( CB MNC ) were injected with advertizement - SDF - one ( 10 ( 9 ) memorial tablet imprint units , i.v. , x one ) or @DRUG$ ( 10 mg /kg / dose , i.v. @DRUG$ 24 hours x 7 ) .	MATERIALS ( AND : Sublethally irradiated METHODS 300 7 ) NOD / mg mice transplanted with were cord blood mononuclear cells ( CB MNC ) human injected with ad - SDF - 1 ( 10 ( 9 ) plaque forming units , i.v. , x 1 ) or @DRUG$ ( 10 SCID /kg / dose x i.v. @DRUG$ 24 hours , cGY ) .	MATERIALS METHODS : Sublethally irradiated ( 300 cGY NOD / mice transplanted with human blood mononuclear ( CB MNC ) were injected with ad SDF - 1 ( 10 ( 9 plaque forming units , i.v. , x ) or @DRUG$ ( 10 mg /kg / dose , i.v. @DRUG$ 24 hours x ) .	MATERIALS AND METHODS : Sublethally irradiated ( 300 cGY ) NOD / SCID mice transplanted with human cord blood mononuclear cells ( CB MNC ) were injected with ad - SDF - 1 ( 10 ( 9 ) plaque forming units , i	1
0	The metabolic pathway of TA is the formation of p-hydroxytriamterene (OH-@DRUG$), which is subsequently conjugated with active @DRUG$ to form p-hydroxytriamterene sulfuric acid ester (OH-TA-ester).	The metabolic pathway of ta is the formation of p-hydroxytriamterene ( OH - @DRUG$ ) , which is afterward conjugated with active @DRUG$ to strain p-hydroxytriamterene sulfuric acid ester ( OH - ta -ester ) .	The metabolic pathway of acid OH the form of p-hydroxytriamterene ( OH - @DRUG$ ) , which is subsequently conjugated with active @DRUG$ to formation p-hydroxytriamterene sulfuric TA ester ( is - TA -ester ) .	The metabolic pathway of TA is the formation of p-hydroxytriamterene ( OH - @DRUG$ ) , which is subsequently conjugated active @DRUG$ p-hydroxytriamterene sulfuric acid ester ( OH TA -ester ) .	@DRUG$ is converted into OH-DRUGA, which is then conjugated with @DRUG$ to form OH-TA-ester.	0
0	The glucuronidation of dabigatran was catalyzed by human hepatic and intestinal microsomes with @DRUG$(@DRUG$) values in the range of 180 to 255 and 411 to 759 microM, respectively.	The glucuronidation of dabigatran was catalyzed by human being hepatic and intestinal microsome with @DRUG$ ( @DRUG$ ) values in the range of one hundred eighty to 255 and 411 to 759 microM , respectively .	The glucuronidation of dabigatran human the by was hepatic microM intestinal microsomes with @DRUG$ ( @DRUG$ ) values in catalyzed range of 180 to 255 and 411 to 759 and , respectively .	The glucuronidation of dabigatran was catalyzed by hepatic intestinal microsomes with @DRUG$ ( @DRUG$ ) in the range of 180 to 255 and 411 to 759 microM , respectively .	The glucuronidation of dabigatran was catalyzed by human hepatic and intestinal microsomes with @DRUG$ ( @DRUG$ ) values in the range of 180 to 255 and 411 to 759 microM , respectively ."DRUGA is the enzyme that catalyzes the	0
1	Accordingly, the @DRUG$(d) value for heme binding to HSA increases from 5.0 x 10(-7) M to 4.8 x 10(-6) M and 9.2 x 10(-7) M, in the presence of saturating amounts of apomorphine and @DRUG$, respectively.	accordingly , the @DRUG$ ( d ) value for heme binding to HSA increases from 5.0 ten 10 ( - heptad ) M to 4.8 ten 10 ( - hexad ) M and 9.2 ten 10 ( - heptad ) M , in the presence of saturating amounts of apomorphine and @DRUG$ , severally .	Accordingly to the @DRUG$ ( d ) value for heme binding to HSA increases from 5.0 x 10 ( - x ) M , ) 7 in ( - 6 4.8 M and 9.2 x and ( - 7 ) M , 10 the presence of saturating amounts of apomorphine 10 @DRUG$ , respectively .	Accordingly , the @DRUG$ ( d ) value for heme binding to HSA increases from 5.0 x 10 ( - 7 ) M 4.8 x 10 ( - 6 ) M and 9.2 x 10 ( - 7 ) M , in the presence of saturating amounts of apomorphine and @DRUG$ , respectively .	The @DRUG$ ( d ) value for heme binding to HSA increases from 5.0 x 10 ( - 7 ) M to 4.8 x 10 ( - 6 ) M and 9.2 x 10 ( - 7 ) M , in the presence of saturating amounts of apomorph	1
1	Incubation of factor Xa with protein S revealed a noncompetitive inhibition of factor Xa by protein S with a @DRUG$ of (4.9 +/- 0.8) x 10(-7) M. Both protein S and @DRUG$-C4BP complex were able to inhibit factor Xa to the same extent, whereas PSt had lost its inhibitory activity.	Incubation of ingredient Xa with protein S revealed a noncompetitive inhibition of ingredient Xa by protein S with a @DRUG$ of ( 4.9 +/- 0.8 ) tenner tenner ( - 7 ) M. both protein S and @DRUG$ - C4BP complex were able to inhibit ingredient Xa to the same extent , whereas pst had lost its repressive activity .	Incubation of factor Xa with protein S revealed a noncompetitive inhibition of factor Xa ( protein S with 4.9 @DRUG$ of M. inhibit +/- 0.8 ) to - ( - 7 ) by Both protein S and @DRUG$ 10 C4BP complex were able x a factor Xa to the same extent , whereas PSt had lost its inhibitory activity .	Incubation of factor Xa with protein S revealed a noncompetitive inhibition of factor by S with a @DRUG$ of 4.9 +/- 0.8 ) x 10 ( - 7 ) M. Both protein S and @DRUG$ - C4BP complex were able to inhibit factor Xa to the same extent , whereas PSt had lost its inhibitory activity .	@DRUG$ inhibits @DRUG$ by a factor of ( 4.9 +/- 0.8 ) x 10 ( - 7 ) M.	0
0	Freeze-drying was carried out with a 500 micrograms/mL solution of aplidine in 40% (v/v) @DRUG$ in Water for Injection (WfI) containing 25 @DRUG$/mL D-mannitol as a bulking agent.	Freeze-drying was stock out with a 500 mcg / mL solution of aplidine in 40 % ( v/v ) @DRUG$ in Water for Injection ( WfI ) containing 25 @DRUG$ / mL D-mannitol as a bulking factor .	Freeze-drying was carried out with a 500 ( / WfI solution of 25 in 40 % micrograms v/v ) @DRUG$ in Water for Injection ( mL ) containing aplidine @DRUG$ / mL D-mannitol as a bulking agent .	Freeze-drying was carried out with a 500 micrograms / solution of 40 % ( v/v ) @DRUG$ in Water Injection ( WfI ) containing @DRUG$ / mL D-mannitol as a bulking agent .	Freeze-drying was carried out with a 500 micrograms / mL solution of aplidine in 40 % ( v/v ) @DRUG$ in Water for Injection ( WfI ) containing 25 @DRUG$ / mL D-mannitol as a bulking agent .	0
0	@DRUG$/verapamil SR is generally more effective at controlling hypertension than either component as monotherapy, and is @DRUG$ effective as a number of other fixed-dose combination therapies.	@DRUG$ / isoptin SR is generally more effective at controlling high blood pressure than either component as monotherapy , and is @DRUG$ effective as a number of other fixed - lucy in the sky with diamonds combination therapies .	@DRUG$ at verapamil SR is generally more effective / dose therapies than either component as monotherapy , and is @DRUG$ effective as a number of other fixed - controlling combination hypertension .	@DRUG$ / verapamil SR is generally more effective at controlling hypertension than either component as monotherapy , and is @DRUG$ effective a of other - dose combination therapies .	@DRUG$ is more effective than either component as monotherapy, and @DRUG$ is effective as a number of other fixed-dose combination therapies.	0
0	This study shows that @DRUG$ can directly induce @DRUG$-selectin expression on endothelium in vitro and in vivo and that the latter response is capable of supporting prolonged leukocyte rolling in rat postcapillary venules.	This learn shows that @DRUG$ can directly induce @DRUG$ - selectin expression on endothelium in vitro and in vivo and that the latter answer is capable of supporting prolonged leucocyte rolling in rat postcapillary venules .	endothelium study shows that @DRUG$ can directly induce @DRUG$ - selectin expression on This in vitro and capable vivo and that of latter response is in the supporting prolonged leukocyte rolling in rat postcapillary venules .	This study shows that @DRUG$ can directly induce @DRUG$ - selectin expression on endothelium in and in vivo and that the latter response is capable of supporting prolonged leukocyte rolling in postcapillary venules .	@DRUG$ can directly cause @DRUG$ to be expressed on the endothelium in vitro (in a test tube) and in vivo (in a living organism), and that this response is capable of supporting prolonged leukocyte rolling in rat postcapillary venules.	0
0	In a subgroup of participants, transient increases in levels of @DRUG$-dimer and @DRUG$ fragments 1 and 2 were observed, which resolved within 24 to 72 hours.	In a subgroup of participants , transient increases in levels of @DRUG$ - dimer and @DRUG$ fragments 1 and ii were observed , which resolved inside  to 72 hours .	to a subgroup of participants , transient increases in levels were @DRUG$ - dimer and @DRUG$ fragments 1 and which of observed , 2 resolved within 24 In 72 hours .	In a subgroup of participants , transient in levels of @DRUG$ dimer @DRUG$ fragments 1 2 were observed , which resolved within 24 to 72 hours .	In some people, @DRUG$ levels increased temporarily, but this resolved within a few days.	1
0	High-density lipoprotein @DRUG$ was suppresed during treatment, but liver function tests, hematocrit, @DRUG$, mood, and sexual function were unaffected.	High-density lipoprotein @DRUG$ was suppresed during handling , but liver function tests , haematocrit , @DRUG$ , mood , and sexual function were unaffected .	High-density lipoprotein @DRUG$ was suppresed during treatment sexual but liver function tests , , , @DRUG$ hematocrit mood , and , function were unaffected .	High-density lipoprotein @DRUG$ was suppresed during treatment , but liver function tests , , @DRUG$ , mood , and sexual function were unaffected .	High-density lipoprotein @DRUG$ was suppressed during treatment, but liver function tests, hematocrit, @DRUG$, mood, and sexual function were unaffected.	0
0	The half-life of @DRUG$-cresol was twice as long @DRUG$ that of creatinine (1.5 +/- 0.8 vs. 0.8 +/- 0.1 h, p<0.05).	The one half - life of @DRUG$ - cresol was double as long @DRUG$ that of creatinine ( 1.5 +/- 0.8 vs. 0.8 +/- 0.1 h , p<0.05 ) .	+/- half - life of @DRUG$ - cresol was twice as long @DRUG$ that of creatinine vs. 1.5 The 0.8 ( 0.8 +/- 0.1 h , p<0.05 ) .	half - life of @DRUG$ - cresol was twice as long @DRUG$ that of creatinine ( +/- 0.8 vs. +/- 0.1 h , p<0.05 ) .	The half - life of @DRUG$ - cresol was twice as long @DRUG$ that of creatinine ( 1.5 +/- 0.8 vs. 0.8 +/- 0.1 h , p<0.05 ) ."DRUGA has a longer half-	0
0	A quantitative high performance liquid chromatography method (HPLC) and a confirmative liquid chromatography-tandem mass spectrometry (LC-MS/MS) for the simultaneous determination of 18 sulfonamides such as sulfamidinum, sulfanilamide, sulfisomidine, sulfadiazine, @DRUG$, @DRUG$, sulfamerazine, sulfadimidine, sulfamethoxypyridazine, sulfamethoxydiazine, sulfisoxazole, sulfachloropyridazine, sulfamethoxazole, sulfamonomethoxine, sulfadoxine, sulfaclozine, sulfadimethoxine, sulfaquinoxaline in the muscles, livers and kidneys of swine, bovine and chicken were developed and validated.	A quantitative high public presentation fluid chromatography method acting ( HPLC ) and a verifying fluid chromatography - tandem bicycle mass spectrometry ( LC - MS / MS ) for the simultaneous determination of 18 sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine , sulfadiazine , @DRUG$ , @DRUG$ , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , sulfamethoxydiazine , gantrisin , sulfachloropyridazine , sulfamethoxazole , sulfamonomethoxine , sulfadoxine , sulfaclozine , sulfadimethoxine , sulfaquinoxaline in the brawn , livers and kidneys of swine , bovine and chicken were highly developed and validated .	A quantitative high performance the chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass , ( LC - MS / MS ) for liquid simultaneous determination of sulfaquinoxaline sulfonamides such as sulfamidinum , 18 spectrometry sulfisomidine , sulfadiazine , @DRUG$ validated @DRUG$ , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , sulfamethoxydiazine , sulfisoxazole , the , sulfamethoxazole , sulfamonomethoxine , sulfadoxine , sulfaclozine , , sulfadimethoxine , in sulfachloropyridazine muscles , livers and kidneys of swine , bovine and chicken were developed and sulfanilamide .	A quantitative high performance liquid chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass spectrometry ( - MS / MS for determination of 18 sulfonamides such as sulfamidinum , , sulfisomidine , sulfadiazine , @DRUG$ , @DRUG$ , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , sulfamethoxydiazine , sulfisoxazole , sulfachloropyridazine , sulfamethoxazole , sulfamonomethoxine , sulfadoxine , sulfaclozine , , sulfaquinoxaline in the , livers and kidneys swine , bovine and chicken were developed and validated .	A quantitative high performance liquid chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass spectrometry ( LC - MS / MS ) for the simultaneous determination of 18 sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine ,	1
0	RESULTS: In 2 randomized, double-blind, placebo-controlled trials (total number of patients, 647), telmisartan 40 or 80 mg/@DRUG$ was at least @DRUG$ effective as enalapril 20 mg/d for lowering blood pressure (BP) in patients with mild to moderate hypertension.	RESULTS : indium 2 randomized , double - blind , placebo- controlled tryout ( totality number of patients , 647 ) , telmisartan 40 or eighty mg / @DRUG$ was at least @DRUG$ effective as enalapril 20 mg /d for lowering blood pressure ( BP ) in patients with mild to mince hypertension .	telmisartan : RESULTS 2 randomized , double ) blind , placebo- controlled trials ( 80 moderate of patients , 647 - , In 40 or total mg / @DRUG$ was at least @DRUG$ effective as enalapril 20 mg /d for lowering blood pressure ( BP ) in patients with mild to number hypertension .	RESULTS : In 2 randomized double - blind , placebo- controlled trials ( total number of patients , 647 ) , telmisartan 40 or 80 mg @DRUG$ at least @DRUG$ effective as enalapril mg /d for lowering blood pressure ( BP ) in patients with mild to moderate hypertension .	Telmisartan (@DRUG$) was at least as effective as enalapril (@DRUG$) for lowering blood pressure (BP) in patients with mild to moderate hypertension.	0
0	Mean increase in Hb was 2.4 g/dl (95% confidence interval [CI], 2.1-2.7) for FG (@DRUG$ = .0092 vs. oral @DRUG$; p = .0044 vs. no iron), 1.6 g/dl (95% CI, 1.1-2.1) for oral iron (p =.7695 vs. no iron), and 1.5 g/dl (95% CI, 1.1-1.9) for no iron.	Mean addition in hb was 2.4 g/dl ( xcv % trust time interval [ CI ] , 2.1-2.7 ) for FG ( @DRUG$ = .0092 vs. oral @DRUG$ ; p = .0044 vs. no iron out ) , 1.6 g/dl ( xcv % CI , 1.1-2.1 ) for oral iron out ( p =.7695 vs. no iron out ) , and 1.5 gb /dl ( xcv % CI , 1.1-1.9 ) for no iron out .	Mean increase FG Hb .0044 2.4 ( ( 95 % confidence interval , CI ] , 2.1-2.7 ) for in ( @DRUG$ = .0092 1.1-1.9 oral @DRUG$ ; p = was vs. no iron ) [ 1.6 g/dl ( 95 % CI , 1.1-2.1 ) for oral iron ( p =.7695 95 no iron ) , and 1.5 g /dl g/dl vs. % CI , vs. ) for no iron .	Mean increase in Hb 2.4 g/dl ( 95 % confidence interval CI , 2.1-2.7 for ( @DRUG$ = .0092 vs. oral @DRUG$ ; p = .0044 vs. no iron ) , 1.6 g/dl ( 95 % CI , ) for oral iron ( p =.7695 vs. no iron ) , and 1.5 g /dl ( 95 % , 1.1-1.9 ) for no iron .	FG ( @DRUG$ = .0092 vs. oral @DRUG$ ; p = .0044 vs. no iron )"This means that the mean increase in Hb was 2.4 g/dl when DRUGA was used, compared to when oral DRUGB was	0
1	NSAID-triptan combinations, dihydroergotamine, non-opioid combination analgesics (acetaminophen, @DRUG$, and caffeine), and several anti-emetics (@DRUG$, domperidone, and prochlorperazine) are additional evidence-based options.	NSAID -triptan combinations , dihydroergotamine , non-opioid combination analgesic ( acetaminophen , @DRUG$ , and caffeine ) , and respective anti-emetics ( @DRUG$ , domperidone , and prochlorperazine ) are additional demonstrate - based options .	NSAID -triptan combinations , dihydroergotamine , non-opioid ( analgesics combination acetaminophen , @DRUG$ are and caffeine ) , and several anti-emetics prochlorperazine @DRUG$ , domperidone , and ( ) , additional evidence - based options .	NSAID -triptan combinations , dihydroergotamine , non-opioid combination analgesics ( acetaminophen , @DRUG$ , and caffeine ) , and several anti-emetics ( @DRUG$ , domperidone , and ) are additional evidence - based options .	NSAID -triptan combinations , dihydroergotamine , non-opioid combination analgesics ( acetaminophen , @DRUG$ , and caffeine ) , and several anti-emetics ( @DRUG$ , domperidone , and prochlorperazine ) are additional	0
0	Close structural analogs of @DRUG$ and spermine, polyamine mimetics, are potential chemotheraputic agents @DRUG$ they depress cellular polyamines required for tumor growth.	Close geomorphologic analogs of @DRUG$ and spermine , polyamine mimetics , are potentiality chemotheraputic agents @DRUG$ they depress cellular polyamines required for tumor growth .	Close structural analogs of @DRUG$ and spermine , potential growth , are polyamine chemotheraputic agents @DRUG$ they depress cellular polyamines required for tumor mimetics .	Close structural analogs of @DRUG$ and spermine , polyamine mimetics , are potential chemotheraputic agents @DRUG$ they depress cellular polyamines required for tumor growth .	@DRUG$ and @DRUG$ are close structural analogs, meaning that they have very similar chemical structures. Polyamine mimetics are potential chemotheraputic agents, meaning that they may be able to treat cancer. DRUGB depress cellular polyamines required for tumor growth, meaning that they may	0
1	In conclusion, @DRUG$ appeared to be less effective than @DRUG$ in the long-term treatment of depression.	In conclusion , @DRUG$ appeared to be less effective than @DRUG$ in the long-term discourse of depression .	conclusion In , @DRUG$ appeared to be less effective than @DRUG$ in the long-term treatment of depression .	In conclusion @DRUG$ appeared to be less effective than @DRUG$ in the long-term treatment of depression .	@DRUG$ is less effective than @DRUG$ in the long-term treatment of depression.	0
0	@DRUG$ is the first potent and selective non-peptide antagonist of the @DRUG$ 1 (CGRP1) receptor, a key modulator in neurogenic inflammatory pain.	@DRUG$ is the maiden potent and selective non-peptide antagonist of the @DRUG$ 1 ( CGRP1 ) receptor , a key modulator in neurogenic rabble rousing pain .	@DRUG$ in the first potent and selective pain antagonist of the @DRUG$ 1 ( CGRP1 ) receptor , a key modulator is neurogenic inflammatory non-peptide .	@DRUG$ is the first potent and selective non-peptide antagonist of @DRUG$ 1 ( CGRP1 ) receptor , a key modulator in neurogenic inflammatory pain .	@DRUG$ is a drug that selectively blocks the effects of @DRUG$, which is a chemical that causes pain.	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/@DRUG$ plus chlorthalidone 12.5 or 25 mg/d, captopril 50 @DRUG$/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	In comparative test in the management of high blood pressure , the combining of trandolapril 1 or 2 mg /d and isoptin ER 180 mg /d was statistically indistinguishable from or ranking to the combinations of atenolol 50 or 100 mg / @DRUG$ plus chlorthalidone 12.5 or 25 mg /d , captopril 50 @DRUG$ / d plus HCTZ 25 mg /d , zestril xx mg / d plus HCTZ 12.5 mg /d , and lopressor 100 mg / d plus HCTZ 12.5 mg/d .	In comparative trials in the management /d 12.5 mg the combination of trandolapril 1 or 2 atenolol /d and mg ER 180 mg /d was statistically indistinguishable from or superior to the combinations of , 50 or 100 mg / @DRUG$ plus chlorthalidone 12.5 or 25 mg /d , captopril 50 @DRUG$ / lisinopril plus HCTZ 20 mg of , d 25 verapamil / d plus HCTZ hypertension mg /d , and metoprolol 100 mg / d plus HCTZ 12.5 mg/d .	In comparative trials in management of hypertension , the combination of trandolapril 1 or 2 mg /d and verapamil ER mg /d was statistically indistinguishable from or superior the combinations of atenolol 50 or 100 mg / @DRUG$ plus chlorthalidone 12.5 or 25 mg /d , captopril 50 @DRUG$ / d plus HCTZ 25 mg /d , lisinopril 20 mg / d HCTZ 12.5 mg /d , and 100 mg / d plus HCTZ 12.5 mg/d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg / @DRUG$ plus chlorthalidone 12.5 or 25 mg /d	1
0	Effect of @DRUG$ and @DRUG$ supplementation on bone density in men and women 65 years of age or older.	Effect of @DRUG$ and @DRUG$ supplementation on bone density in men and women lxv years of age or former .	Effect of @DRUG$ and @DRUG$ supplementation on bone and in men density women 65 years age of or older .	Effect of @DRUG$ and @DRUG$ supplementation on bone density in men and women years of age or older .	The effect of @DRUG$ supplementation on bone density in men and women 65 years of age or older."And the relationship between @DRUG$ and DRUGA is this:"The effect of DRUGB supplementation on bone density in men and women 65 years of age or older	0
0	@DRUG$-@DRUG$ scintimammography for the detection of breast carcinoma: comparison between planar and SPECT imaging.	@DRUG$ -@DRUG$ scintimammography for the detection of breast carcinoma : comparison between two dimensional and SPECT imaging .	@DRUG$ -@DRUG$ scintimammography for the detection of breast carcinoma : comparison imaging planar and SPECT between .	@DRUG$ -@DRUG$ scintimammography detection of breast carcinoma : comparison between planar and SPECT imaging	@DRUG$ -@DRUG$ scintimammography for the detection of breast carcinoma : comparison between planar and SPECT imaging ."DRUGA is the name of the study, while DRUGB is the name of the drug.	0
0	Recent insights into novel targets and mechanisms of antimicrobial and anti-inflammatory activity coupled with the acquisition of innovative drug delivery technologies have, however, rekindled interest in @DRUG$ @DRUG$ a potential therapy for multidrug- and extensively multidrug-resistant tuberculosis in particular, as well as several autoimmune diseases.	Recent insights into novel target and mechanisms of antimicrobial and anti-inflammatory activity coupled with the acquisition of innovative do drugs delivery engineering have , however , rekindled interest in @DRUG$ @DRUG$ a electric potential therapy for multidrug - and extensively multidrug -resistant tuberculosis in specific , as well as several autoimmune diseases .	Recent insights into novel targets and mechanisms of antimicrobial and anti-inflammatory activity coupled with the acquisition interest innovative drug delivery technologies have , however , rekindled of therapy @DRUG$ @DRUG$ a potential in for multidrug - tuberculosis extensively multidrug -resistant , in particular and as well as several autoimmune diseases .	Recent insights into novel targets of antimicrobial and anti-inflammatory activity coupled with the acquisition of innovative drug delivery technologies have , however , rekindled interest in @DRUG$ @DRUG$ a therapy for multidrug - and extensively multidrug -resistant tuberculosis in particular , as well as several autoimmune diseases .	@DRUG$ and @DRUG$ are potential therapies for multidrug- and extensively multidrug-resistant tuberculosis, as well as several autoimmune diseases.	0
1	@DRUG$, a centrally acting analgesic structurally related to codeine and @DRUG$, consists of two enantiomers, both of which contribute to analgesic activity via different mechanisms.	@DRUG$ , a centrally playacting analgesic structurally related to codeine and @DRUG$ , lie of two enantiomers , both of which contribute to analgesic activity via different mechanisms .	@DRUG$ , a centrally acting analgesic structurally related to codeine and @DRUG$ , consists of two activity , both to which contribute of analgesic enantiomers via different mechanisms .	@DRUG$ , a centrally acting analgesic structurally related to codeine and @DRUG$ , consists of two , both of to analgesic activity via different mechanisms .	@DRUG$ is a drug that is structurally related to codeine, and @DRUG$ is a drug that consists of two enantiomers, both of which contribute to analgesic activity via different mechanisms.	0
0	Dogs (n = 10) and humans with psoriasis (n = 21) orally administered @DRUG$-@DRUG$ and L /D-AMT at the same L-enantiomer dose resulted in stereoselective absorption (absent D-enantiomer in plasma), bioequivalent L-enantiomer pharmacokinetics, and equivalent safety.	Dogs ( north = 10 ) and humans with psoriasis ( north = 21 ) by word of mouth allot @DRUG$ - @DRUG$ and L /D- AMT at the same L-enantiomer dose resulted in stereoselective absorption ( absent D-enantiomer in plasm ) , bioequivalent L-enantiomer pharmacokinetics , and equivalent safety .	Dogs n ( = 10 ) and humans with psoriasis ( n = 21 ) orally administered @DRUG$ - @DRUG$ dose L /D- AMT at the , L-enantiomer and resulted in stereoselective absorption ( absent D-enantiomer in plasma ) L-enantiomer bioequivalent , pharmacokinetics same and equivalent safety .	Dogs n = 10 ) and humans with psoriasis ( n = 21 ) orally administered @DRUG$ - @DRUG$ and L /D- at the same L-enantiomer dose resulted in stereoselective absorption absent D-enantiomer plasma ) , bioequivalent L-enantiomer pharmacokinetics and equivalent safety .	Dogs and humans with psoriasis orally administered @DRUG$ - @DRUG$ and L /D- AMT at the same L-enantiomer dose resulted in stereoselective absorption ( absent D-enantiomer in plasma ) , bioequivalent L-enantiomer pharmac	0
1	In @DRUG$-treated rats, THCV, like @DRUG$ (i) reduced stereotyped behaviour; (ii) decreased time spent immobile in the forced swim test; and (iii) normalized hyperlocomotor activity, social behaviour and cognitive performance.	In @DRUG$ - treated rats , THCV , like @DRUG$ ( i ) reduced stereotypic demeanor ; ( ii ) decreased time spent firm in the forced swim test ; and ( trine ) normalized hyperlocomotor activity , social demeanor and cognitive performance .	In @DRUG$ - treated rats , THCV , like @DRUG$ ( i ) reduced stereotyped behaviour behaviour ( ; immobile decreased time spent test in the forced swim ) ; and ( iii ) normalized hyperlocomotor activity , social ii and cognitive performance .	In @DRUG$ - treated rats , THCV , like @DRUG$ ( i ) reduced stereotyped behaviour ; ( ii ) decreased time spent immobile the forced swim test ; and ( iii ) hyperlocomotor activity , social behaviour and cognitive performance .	In @DRUG$ - treated rats , THCV , like @DRUG$ ( i ) reduced stereotyped behaviour ; ( ii ) decreased time spent immobile in the forced swim test ; and ( iii ) normalized hyperlocomotor activity , social behaviour and cognitive performance ."In other words,	0
0	Arterial and venous plasma samples were collected, and diacetylmorphine, monoacetylmorphine, @DRUG$, morphine-3-glucuronide, @DRUG$, and morphine-d3 plasma concentrations were measured by liquid chromatography-mass spectrometry.	arterial and venous plasma samples were pile up , and diacetylmorphine , monoacetylmorphine , @DRUG$ , morphia - 3 - glucuronide , @DRUG$ , and morphia - d3 plasma concentrations were measured by liquid chromatography - mass spectrometry .	Arterial and venous plasma samples were collected , and diacetylmorphine monoacetylmorphine , , @DRUG$ , by - 3 - glucuronide , @DRUG$ , and morphine - d3 plasma concentrations were measured mass liquid chromatography - morphine spectrometry .	Arterial and venous plasma samples were , and diacetylmorphine monoacetylmorphine , @DRUG$ , morphine - 3 - glucuronide , @DRUG$ morphine - d3 plasma concentrations were measured by liquid chromatography - mass spectrometry .	Arterial and venous plasma samples were collected and diacetylmorphine, monoacetylmorphine, @DRUG$, morphine-3-glucuronide, @DRUG$, and morphine-d3 plasma concentrations were measured by liquid chromatography-mass spectrometry.	0
1	Unlike @DRUG$, carboplatin and nedaplatin, @DRUG$ does not undergo a facile dissociative electron transfer reaction when an electron is attached.	unlike @DRUG$ , carboplatin and nedaplatin , @DRUG$ does not undergo a facile dissociative electron transfer response when an electron is attached .	Unlike @DRUG$ , carboplatin and dissociative , @DRUG$ does not undergo a facile nedaplatin electron electron reaction when an transfer is attached .	Unlike @DRUG$ , carboplatin and nedaplatin , @DRUG$ does not undergo a facile dissociative electron transfer reaction when an electron is attached .	@DRUG$ is a drug that is used to treat cancer. @DRUG$ is a drug that does not undergo a facile dissociative electron transfer reaction when an electron is attached.	0
0	In conclusion, @DRUG$ has a favorable influence of body weight and improves @DRUG$ tolerance and the lipid profile in obese mice.	In conclusion , @DRUG$ has a favorable influence of body free weight and improves @DRUG$ tolerance and the lipid visibility in obese mice .	In favorable weight @DRUG$ has a conclusion influence of body , and improves @DRUG$ tolerance and the lipid profile in obese mice .	In conclusion , @DRUG$ has a favorable influence body weight and improves @DRUG$ tolerance and the profile in obese mice .	@DRUG$ makes it easier for obese mice to tolerate @DRUG$, and it also improves their lipid profile.	0
1	Comparison of the efficacy and safety of rosuvastatin versus @DRUG$, @DRUG$, and pravastatin across doses (STELLAR* Trial).	Comparison of the efficacy and safety of rosuvastatin versus @DRUG$ , @DRUG$ , and pravachol across zen ( STELLAR * Trial ) .	the of Comparison efficacy * safety of rosuvastatin versus @DRUG$ , @DRUG$ , and pravastatin across doses ( STELLAR and Trial ) .	of the efficacy and safety of rosuvastatin versus @DRUG$ , @DRUG$ , and pravastatin across doses ( STELLAR * Trial ) .	The STELLAR* Trial found that rosuvastatin was more effective and safer than @DRUG$ , @DRUG$ , and pravastatin across doses.	0
0	This represents a significant advantage over low molecular weight heparins (LMWHs) @DRUG$ a potential replacement agent for @DRUG$ (UFH) in patients with immune-mediated (type II) heparin-induced thrombocytopenia (HIT).	This represents a significant advantage over low molecular weight heparins ( LMWHs ) @DRUG$ a potentiality substitute agent for @DRUG$ ( UFH ) in patients with immune-mediated ( type two ) heparin-induced thrombocytopenia ( HIT ) .	This represents a significant advantage over low LMWHs weight heparins ( molecular ) @DRUG$ a potential replacement agent for @DRUG$ ( UFH immune-mediated in patients with ) thrombocytopenia type II ) heparin-induced ( ( HIT ) .	This represents a significant advantage over low molecular weight heparins ( LMWHs ) @DRUG$ a replacement agent for @DRUG$ ( UFH ) patients with immune-mediated type II ) ( HIT ) .	@DRUG$ is a potential replacement agent for @DRUG$ in patients with immune-mediated ( type II ) heparin-induced thrombocytopenia ( HIT ) .	0
0	Three of the metabolites in rat urine were isolated and characterized @DRUG$ 4-OH-GTS-21, 4-OH-GTS-21 glucuronide and 2-OH-@DRUG$ glucuronide.	Three of the metabolite in rat water were isolated and characterized @DRUG$ 4- OH - GTS - xxi , 4 - OH - GTS - xxi glucuronide and 2 - OH - @DRUG$ glucuronide .	Three GTS the metabolites in rat urine were isolated and characterized @DRUG$ 4- OH - of - 21 , 4 - OH - GTS - 21 glucuronide and 2 - OH - @DRUG$ glucuronide .	Three of the metabolites in urine were isolated and characterized @DRUG$ 4- OH - GTS - 21 , 4 - OH - GTS - 21 glucuronide and 2 - OH - @DRUG$ glucuronide .	@DRUG$ is converted into three metabolites in rat urine - 4-OH-GTS-21, 4-OH-GTS-21 glucuronide, and 2-OH-@DRUG$ glucuronide.	0
0	These findings indicate that co-ingestion of alpha-lipoic acid with @DRUG$ and a small amount of sucrose can enhance muscle total creatine content @DRUG$ compared to the ingestion of creatine and sucrose or creatine alone.	These discover indicate that co-ingestion of alpha-lipoic acid with @DRUG$ and a small amount of sucrose can enhance muscle total creatin content @DRUG$ compared to the ingestion of creatin and sucrose or creatin unique .	These of indicate that co-ingestion of alpha-lipoic acid the @DRUG$ and a small amount findings sucrose to enhance muscle total creatine content @DRUG$ compared can with ingestion of creatine and sucrose or creatine alone .	These findings that co-ingestion of alpha-lipoic acid with @DRUG$ and a small amount of sucrose can enhance total creatine content @DRUG$ compared to the ingestion of creatine and creatine alone .	Alpha-lipoic acid can enhance muscle total creatine content when taken with @DRUG$, compared to taking creatine and sucrose or creatine alone.	1
0	@DRUG$/@DRUG$: A Review of the Latest Agent in the Fight against Hepatitis C. Hepatitis C virus (HCV) is estimated to affect up to 150 million people worldwide.	@DRUG$ / @DRUG$ : A Review of the up to the minute agent in the Fight against hepatitis C. hepatitis C virus ( HCV ) is estimated to affect up to 150 million people worldwide .	@DRUG$ / @DRUG$ : A Review of HCV Latest Agent in the Fight against ( C. Hepatitis C virus Hepatitis the ) people estimated to affect up to 150 million is worldwide .	@DRUG$ / @DRUG$ : A Review of the Latest Agent in the Fight against Hepatitis C. Hepatitis C virus ( HCV ) is estimated to affect up to 150 million people .	@DRUG$ and @DRUG$ are both agents that can be used in the fight against hepatitis C. Hepatitis C virus ( HCV ) is estimated to affect up to 150 million people worldwide .	0
0	After genistein-treatment, @DRUG$ decreased (genistein = 3.18 +/- 0.12 g/L; placebo = 3.83 +/- 0.04 g/@DRUG$; P < 0.001) with respect to placebo.	After genistein-treatment , @DRUG$ decreased ( genistein = 3.18 +/- 0.12 g/L ; placebo = 3.83 +/- 0.04 g/@DRUG$ ; atomic number  < 0.001 ) with deference to placebo .	After genistein-treatment , ) decreased ( genistein = 3.18 +/- 0.12 g/L @DRUG$ placebo = 3.83 +/- 0.04 g/@DRUG$ ; P < 0.001 ; with respect to placebo .	After genistein-treatment , @DRUG$ decreased ( genistein = 3.18 +/- 0.12 g/L ; = 3.83 0.04 g/@DRUG$ ; P < 0.001 ) with respect to placebo .	After genistein-treatment, @DRUG$ decreased (genistein = 3.18 +/- 0.12 g/L; placebo = 3.83 +/- 0.04 g/@DRUG$; P < 0.001) with respect to placebo."In other words, the	0
0	BACKGROUND AND OBJECTIVES: MP4 (Hemospan), a @DRUG$-based oxygen carrier, has been designed to deliver @DRUG$ to hypoxic tissues without causing vasoconstriction.	BACKGROUND AND objective lens : MP4 ( Hemospan ) , a @DRUG$ - based oxygen carrier , has been designed to deliver @DRUG$ to hypoxic weave without causing vasoconstriction .	BACKGROUND hypoxic causing : MP4 ( Hemospan ) , a @DRUG$ - based oxygen carrier , has been designed to deliver @DRUG$ to AND tissues without OBJECTIVES vasoconstriction .	BACKGROUND AND OBJECTIVES : MP4 ( ) , a @DRUG$ - based oxygen carrier , has been designed to deliver @DRUG$ to hypoxic tissues causing vasoconstriction .	BACKGROUND AND OBJECTIVES : MP4 ( Hemospan ) , a @DRUG$ - based oxygen carrier , has been designed to deliver @DRUG$ to hypoxic tissues without causing vasoconstriction ."DRUGA is a substance that is used to deliver DRUGB to	0
1	INTRODUCTION: Eszopiclone is the active S-enantiomer of R,S-@DRUG$, and is a cyclopyrrolone hypnotic acting via the GABA-@DRUG$ receptor system.	INTRODUCTION : Eszopiclone is the dynamic S-enantiomer of R ,S-@DRUG$ , and is a cyclopyrrolone hypnotic acting via the GABA - @DRUG$ receptor organisation .	INTRODUCTION : Eszopiclone is the active S-enantiomer of hypnotic ,S-@DRUG$ , and is a cyclopyrrolone R acting @DRUG$ the GABA - via receptor system .	: Eszopiclone is the active S-enantiomer of R ,S-@DRUG$ , and is a cyclopyrrolone hypnotic via the GABA - system .	Eszopiclone is a drug that affects the GABA-@DRUG$ receptor system, causing a hypnotic effect.	1
0	Binding affinities of the wild type and mutated RNA sequences were @DRUG$ predicted; the malarial plastid sequence had by far the highest affinity, whereas that from toxoplasma did not bind @DRUG$.	Binding affinities of the wild type and mutated RNA sequences were @DRUG$ predicted ; the malarial plastid sequence had by alir the in high spirits chemical attraction , whereas that from toxoplasma did not bind @DRUG$ .	Binding affinities of the wild did and mutated RNA sequences affinity @DRUG$ predicted ; the malarial plastid sequence had by far the highest were , whereas that from toxoplasma not type bind @DRUG$ .	Binding affinities the wild type and mutated RNA sequences were @DRUG$ predicted the malarial plastid sequence had by far the affinity , whereas that from toxoplasma did not bind @DRUG$ .	The malarial plastid sequence had by far the highest affinity, whereas that from toxoplasma did not bind @DRUG$.	1
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) 5-HT synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain 5-HT by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl @DRUG$ [WAY100135; 10 @DRUG$/kg, i.p. 30 min before flibanserin, or 40 mg/kg, s.c. 15 min before flibanserin] and tertatolol (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) 5-HT(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 mg/kg, s.c. simultaneously with flibanserin).	The burden of flibanserin ( xxxii mg / kg , i.p. thirty minute before testing ) on learned helplessness was not antagonise by the ( a ) 5 - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; cl mg / kg p.o.x3 fourth dimension ) , which reduced learning ability 5 - HT by eighty nine % ; ( b) 5 - HT ( 1A ) sensory receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 @DRUG$ / kg , i.p. thirty minute before flibanserin , or 40 mg / kg , s.c. 15 minute before flibanserin ] and tertatolol ( 2.5 and 5 mg / kg , i.p. thirty minute before flibanserin ) ; and ( c ) 5 - HT ( deuce ) sensory receptor protagonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , s.c. at the same time with flibanserin ) .	( effect of and ( 32 mg / kg , i.p. ( min before testing ) on learned helplessness was not antagonized by the ( a ) 5 - HT synthesis inhibitor ) ( pCPA flibanserin flibanserin mg / kg - min ) , which reduced brain 5 p.o.x3 HT by 5 % ; ( b) 89 - HT ( 1A ) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 @DRUG$ / times , i.p. 30 min before flibanserin , or 40 mg / kg ; s.c. 15 min before 150 ] and tertatolol The 2.5 +/-)-2,5-dimethoxy-4-iodoamphetamine 5 mg / kg , flibanserin 30 kg before i.p. ) ; , ( c ) 5 - HT ( 2 ) receptor agonist ( and 30 DOI ; 3 mg / kg , s.c. simultaneously with flibanserin parachlorophenylalanine .	The of flibanserin ( 32 mg / kg , i.p. 30 before testing ) learned was not antagonized by the ( a ) 5 - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 / kg p.o.x3 times ) , which reduced brain 5 - HT by 89 % ; ( b) 5 HT ( ) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 @DRUG$ / kg , i.p. 30 before flibanserin , or 40 mg / kg , s.c. 15 min before flibanserin and ( 2.5 and 5 mg / kg , i.p. 30 min before flibanserin ) ; and ( c ) 5 - HT ( 2 agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , simultaneously with flibanserin ) .	Flibanserin did not antagonize the effect of parachlorophenylalanine on learned helplessness, which reduced brain 5-HT by 89%. However, flibanserin did antagonize the effect of WAY100135, tertatolol, and DOI on learned helplessness	1
1	The pooled mean-changed score of the @DRUG$-treated group was greater than that of the placebo-treated group and comparable to selective @DRUG$ reuptake inhibitors (SSRIs).	The pooled mean-changed score of the @DRUG$ - treated group was greater than that of the placebo-treated group and comparable to selective @DRUG$ re uptake inhibitors ( selective serotonin reuptake inhibitor ) .	The pooled mean-changed score of the @DRUG$ - treated group was greater than that of the placebo-treated group SSRIs comparable to selective @DRUG$ reuptake inhibitors ( ) and .	The pooled mean-changed score of the @DRUG$ - treated group was greater than that of the placebo-treated group and comparable to selective @DRUG$ inhibitors ( SSRIs )	The pooled mean-changed score of the @DRUG$ - treated group was greater than that of the placebo-treated group and comparable to selective @DRUG$ reuptake inhibitors ( SSRIs ) ."This means that the average score for people who took DRUGA was better than the	0
0	Three patients receiving chronic therapy with the oral anticoagulant acenocoumarol experienced bleeding and/or a prolonged prothrombin time after treatment with E7070 at a dose of 700 @DRUG$/m2 given @DRUG$ a 1-h infusion.	Three patients receiving chronic therapy with the oral examination anticoagulant acenocoumarol experienced bleeding and / or a prolonged prothrombin time after treatment with E7070 at a dose of 700 @DRUG$ / m2 given @DRUG$ a 1 - total heat extract .	Three patients receiving chronic infusion with the oral anticoagulant experienced acenocoumarol bleeding and / or a prolonged 1 time after treatment with E7070 at a dose of 700 @DRUG$ / m2 given @DRUG$ a prothrombin - h therapy .	Three patients chronic therapy with the anticoagulant acenocoumarol experienced bleeding and / prolonged prothrombin time treatment with E7070 at a dose of 700 @DRUG$ / m2 given @DRUG$ a 1 - h infusion .	If you are taking the oral anticoagulant acenocoumarol and you also receive a dose of E7070, you may experience bleeding and / or a prolonged prothrombin time.	1
1	Fifteen healthy subjects received a once daily dose of 5 mg, 10 @DRUG$ or 20 mg of epinastine, or a twice daily dose of 60 mg of @DRUG$ or placebo in a randomized double-blind (double-dummy) crossover study.	Fifteen levelheaded subjects received a once daily dose of 5 mg , 10 @DRUG$ or 20 mg of epinastine , or a double daily dose of sixty mg of @DRUG$ or placebo in a randomized double - blind ( double- dummy ) crossover examine .	daily healthy subjects received a once daily Fifteen of in mg , 10 @DRUG$ or 20 mg of dummy , or a twice dose dose of 60 mg of @DRUG$ or placebo 5 a randomized double - blind ( double- epinastine ) crossover study .	Fifteen healthy subjects received a dose of 5 mg 10 @DRUG$ or 20 mg of epinastine , or a twice daily dose of 60 mg of @DRUG$ or placebo in a randomized double - blind double- dummy ) crossover study .	Fifteen healthy subjects received a once daily dose of 5 mg of @DRUG$, 10 mg of epinastine, or 20 mg of epinastine, or a twice daily dose of 60 mg of @DRUG$ or placebo in a randomized, double-blind (double-dummy	0
0	Exploring the Inhibitory Mechanism of Approved Selective @DRUG$ Reuptake Inhibitors and @DRUG$ Enantiomers by Molecular Dynamics Study.	Exploring the Inhibitory Mechanism of Approved selective @DRUG$ Reuptake Inhibitors and @DRUG$ Enantiomers by Molecular Dynamics Study .	Approved the Inhibitory Mechanism of Exploring Selective @DRUG$ Reuptake Inhibitors and @DRUG$ Enantiomers by Molecular Dynamics Study .	Exploring Inhibitory Mechanism of Approved Selective @DRUG$ Reuptake Inhibitors and @DRUG$ Enantiomers by Molecular Dynamics Study .	The study explored how the approved selective @DRUG$ reuptake inhibitors and @DRUG$ enantiomers interact with each other by using molecular dynamics simulations.	0
0	This article reviews the pharmacology, mechanism of action, and pharmacokinetic properties of nelarabine, as well @DRUG$ @DRUG$'s clinical efficacy in T-ALL, T-LBL, and other hematologic malignancies.	This article reviews the pharmacology , mechanics of action , and pharmacokinetic prop of nelarabine , as intimately @DRUG$ @DRUG$ 's clinical efficacy in T-ALL , T-LBL , and other hematologic malignancies .	This article reviews the pharmacology , mechanism pharmacokinetic action , and of properties of nelarabine , as well @DRUG$ @DRUG$ 's clinical efficacy in T-ALL , , T-LBL and other hematologic malignancies .	This article reviews pharmacology , mechanism action , and pharmacokinetic properties of nelarabine , as well @DRUG$ @DRUG$ 's clinical efficacy T-ALL , T-LBL , and other hematologic malignancies	Nelarabine is a drug that is used to treat certain types of cancer. It works by killing cancer cells. It is also known as @DRUG$. @DRUG$ is another drug that is used to treat cancer. It also kills cancer cells. DRUGA and DRUGB	0
0	This single-centre, open, placebo-controlled, intra-individual, comparative study, analysed the efficacy of a sunscreen of very high protection level against UVB and UVA, containing methylene bis-benzotriazolyl tetramethylbutylphenol (Tinosorb @DRUG$), bis-ethylhexyloxyphenol methoxyphenyl triazine (Tinosorb S) and butyl methoxydibenzoylmethane @DRUG$ UVA absorbing filters, in the prevention of PLE under standardized photodiagnostic conditions.	This single-centre , open , placebo-controlled , intra-individual , comparative study , analysed the efficacy of a sunscreen of very mellow security level against UVB and UVA , hold back methylene bis-benzotriazolyl tetramethylbutylphenol ( Tinosorb @DRUG$ ) , bis-ethylhexyloxyphenol methoxyphenyl triazine ( Tinosorb randomness ) and butyl methoxydibenzoylmethane @DRUG$ UVA absorbing filters , in the bar of PLE under standardized photodiagnostic weather .	This single-centre level a , placebo-controlled , intra-individual , comparative study , analysed the efficacy of open bis-benzotriazolyl of very ) protection , against UVB and UVA , high methylene sunscreen tetramethylbutylphenol ( Tinosorb @DRUG$ containing , bis-ethylhexyloxyphenol methoxyphenyl triazine ( Tinosorb S ) and the methoxydibenzoylmethane @DRUG$ UVA absorbing filters , in butyl prevention of PLE under standardized photodiagnostic conditions .	This single-centre , open , placebo-controlled , intra-individual , comparative study , analysed the efficacy of a sunscreen of very high protection level against UVB and UVA , methylene bis-benzotriazolyl tetramethylbutylphenol Tinosorb @DRUG$ ) , bis-ethylhexyloxyphenol methoxyphenyl triazine ( Tinosorb S ) and butyl methoxydibenzoylmethane @DRUG$ UVA filters , in the prevention of PLE under standardized photodiagnostic .	This study found that a sunscreen containing methylene bis-benzotriazolyl tetramethylbutylphenol ( Tinosorb @DRUG$ ), bis-ethylhexyloxyphenol methoxyphenyl triazine ( Tinosorb S ), and butyl methox	1
0	No impairment of actual driving was observed when zaleplon 10 @DRUG$ was administered either at bedtime or in the middle of the night as little @DRUG$ 4 h before waking.	nobelium impairment of actual labor was observed when zaleplon 10 @DRUG$ was administered either at bedtime or in the middle of the night as little @DRUG$ 4 henry before waking .	No impairment of actual driving either observed when zaleplon 10 @DRUG$ was administered was at bedtime or in little middle of the night the as @DRUG$ 4 h before waking .	No impairment of actual driving was observed when zaleplon 10 @DRUG$ was administered either bedtime or in the middle of the night as little @DRUG$ 4 before waking .	No impairment of actual driving was observed when zaleplon 10 @DRUG$ was administered either at bedtime or in the middle of the night as little @DRUG$ 4 h before waking .	0
0	An alternative is the use of sympathomimetics (that mimic the effects of noradrenaline, but are not identical to noradrenaline), in addition to other agents that target physiological mechanisms that contribute to blood pressure control.@DRUG$-threo-dihydroxyphenyslerine (@DRUG$) is a pro-drug which has a structure similar to noradrenaline, but with a carboxyl group.	An choice is the use of sympathomimetics ( that mimic the effects of noradrenaline , but are not identical to noradrenaline ) , in addition to other agents that target physiologic mechanisms that lend to pedigree pressure control . @DRUG$ - threo-dihydroxyphenyslerine ( @DRUG$ ) is a pro-drug which has a anatomical structure like to noradrenaline , but with a carboxyl group .	An that is the of of sympathomimetics ( alternative mimic the contribute use noradrenaline , but are not with to noradrenaline ) , in addition to other agents that target physiological mechanisms that effects to blood pressure control . @DRUG$ - similar ( @DRUG$ ) is a pro-drug which has a structure threo-dihydroxyphenyslerine to noradrenaline a but identical , carboxyl group .	An alternative is the use sympathomimetics ( that mimic effects of noradrenaline , but are not identical to ) , in addition to other that target mechanisms that contribute to blood pressure control . @DRUG$ threo-dihydroxyphenyslerine ( ) is a pro-drug which has a structure similar noradrenaline , but a carboxyl group	@DRUG$ is a pro-drug which has a structure similar to noradrenaline, but with a carboxyl group. @DRUG$ is a sympathomimetic which mimics the effects of noradrenaline, but is not identical to noradrenaline.	0
0	The 15 most frequently positive allergens were nickel sulfate (19.0%), Myroxilon pereirae (@DRUG$, 11.9%), fragrance mix I (11.5%), @DRUG$ (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), potassium dichromate (4.8%), carba mix (3.9%), thiuram mix (3.9%), diazolidinylurea (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The 15 most oft positively charged allergen were atomic number  sulfate ( 19.0 % ) , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , scent mix iodin ( 11.5 % ) , @DRUG$ ( 10.3 % ) , fradicin ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , cobalt chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , atomic number  bichromate ( 4.8 % ) , carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and  - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	3.9 19.0 most frequently positive ( % 3.7 sulfate ( 15 % 5.8 , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , fragrance mix I ( 11.5 % ) , @DRUG$ ( 10.3 % ) , neomycin ( 10.0 % ) , dichromate allergens 9.2 , diazolidinylurea , formaldehyde ( 9.0 % ) , cobalt 4.8 ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( ) % ) , p-phenylenediamine ( 5.0 % ) , potassium bacitracin ( chloride % ) , carba 2 ( The % ) , thiuram mix ( 3.9 % ) , ) ( nickel % ) % and mix - bromo-2-nitropropane -1,3-diol ( 3.4 were ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 ) , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , fragrance mix I 11.5 % ) , @DRUG$ ( 10.3 % ) , neomycin ( 10.0 % ) bacitracin 9.2 ) , ( 9.0 % ) , cobalt chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 ) , potassium dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , diazolidinylurea 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , fragrance mix I ( 11.5 % ) , @DRUG$ ( 10.3 % ) , neomycin (	0
0	In Studies of anti-inflammatory activity, @DRUG$ has shown itself to be as active as piroxicam and much more active than phenylbutazone, isoxicam and suprofen, both in acute studies such as carrageenin oedema, nystatin oedema and ultraviolet erythema, and in longer-term tests such @DRUG$ that of the cotton pellet.	In Studies of anti-inflammatory activity , @DRUG$ has shown itself to be as active as feldene and much more active than phenylbutazone , isoxicam and suprofen , both in acute studies such as carrageenan oedema , nystan oedema and ultraviolet erythema , and in yearner - terminal figure tests such @DRUG$ that of the cotton pellet .	In activity of anti-inflammatory Studies , @DRUG$ has shown itself to be as active as piroxicam and much more active and phenylbutazone , isoxicam and suprofen , such in acute studies both as carrageenin oedema , nystatin oedema and ultraviolet erythema than pellet in longer - term tests such @DRUG$ that of the cotton , .	In Studies of anti-inflammatory activity , @DRUG$ has shown itself to be as active as much more active than phenylbutazone , isoxicam and , both in acute studies such as carrageenin oedema , nystatin oedema and ultraviolet erythema , and in longer - term tests such @DRUG$ that of the cotton pellet .	@DRUG$ is as active as piroxicam and much more active than phenylbutazone, isoxicam and suprofen in both acute and long-term studies.	1
1	Coadministration of cimetidine, @DRUG$, fluvoxamine or propoxyphene significantly impairs @DRUG$ clearance.	Coadministration of cimetidine , @DRUG$ , fluvoxamine or propoxyphene hydrochloride significantly impairs @DRUG$ clearance .	Coadministration of cimetidine fluvoxamine @DRUG$ , , or propoxyphene significantly impairs @DRUG$ clearance .	Coadministration of cimetidine , @DRUG$ , fluvoxamine or propoxyphene significantly impairs @DRUG$ clearance	If you take cimetidine, fluvoxamine, or propoxyphene along with @DRUG$, @DRUG$ will be cleared from your system more slowly.	0
0	Twelve neutral free @DRUG$, i.e. serine, threonine, glutamine, asparagine, alanine, proline, methionine, tyrosine, valine, leucine, isoleucine and phenylalanine, were surveyed for the presence of @DRUG$-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	Twelve neutral resign @DRUG$ , i.e. serine , threonine , glutamine , asparagine , alanine , proline , methionine , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the presence of @DRUG$ - enantiomers in blood plasma sampling from patient with renal diseases and from rule subjects .	serine neutral free @DRUG$ , i.e. , of threonine , glutamine , asparagine , alanine , proline Twelve methionine , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the presence samples @DRUG$ - enantiomers in plasma , from patients with renal diseases and from normal subjects .	Twelve neutral free @DRUG$ serine , threonine , glutamine asparagine , alanine , proline , methionine , tyrosine , valine leucine , isoleucine and phenylalanine , were surveyed for presence of @DRUG$ - enantiomers in plasma samples from patients with renal diseases and from normal subjects .	Twelve neutral free @DRUG$ were surveyed for the presence of @DRUG$ - enantiomers in plasma samples from patients with renal diseases and from normal subjects .	0
0	@DRUG$: in @DRUG$ deficiency anaemia in adults with chronic kidney disease.	@DRUG$ : in @DRUG$ deficiency anaemia in adults with continuing kidney disease .	@DRUG$ : in @DRUG$ disease anaemia in adults with chronic kidney deficiency .	@DRUG$ in @DRUG$ deficiency anaemia in adults with chronic kidney disease .	@DRUG$ is a deficiency anaemia in adults with chronic kidney disease.	1
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus @DRUG$ 12.5 or 25 mg/d, captopril 50 mg/@DRUG$ plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	In comparative degree trials in the management of hypertension , the combination of trandolapril  or 2 mg /d and isoptin ER 180 mg /d was statistically undistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus @DRUG$ 12.5 or 25 mg /d , capoten 50 mg / @DRUG$ plus HCTZ 25 mg /d , prinival xx mg / d plus HCTZ 12.5 mg /d , and lopressor 100 mg / d plus HCTZ 12.5 mg/d .	In comparative trials in the HCTZ or hypertension , the combination of trandolapril 1 of 2 mg 50 and verapamil ER 180 mg d was statistically indistinguishable /d 12.5 superior to the combinations of mg 50 or 100 mg /d plus @DRUG$ 12.5 or 25 mg /d , captopril /d mg / @DRUG$ plus management or mg /d , lisinopril 20 mg / d plus HCTZ 12.5 atenolol from , and metoprolol 100 mg / /d plus HCTZ 25 mg/d .	In comparative trials in the management hypertension , the combination of trandolapril 1 or 2 mg /d and ER 180 mg /d was statistically indistinguishable or to the combinations of atenolol 50 or 100 mg /d plus @DRUG$ 12.5 or 25 mg /d , captopril 50 mg / @DRUG$ plus HCTZ mg /d , lisinopril 20 mg / d plus 12.5 mg /d , and metoprolol 100 mg / plus HCTZ 12.5 mg/d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus @DRUG$ 12.5 or 25 mg /d , captopril	1
1	Plasma and urine concentrations of allopurinol, oxipurinol, hypoxanthine, @DRUG$, and uric acid were measured by h. p.l.c. RESULTS: Total clearance of @DRUG$ was not different in elderly (15.7+/-3.8 ml min-1 kg-1, mean+/-s.e. mean) and young subjects (15.7+/-2.1), whereas total clearance of oxipurinol was significantly reduced in the aged (0.24+/-0.03) compared with young controls (0.37+/-0.05) as was the distribution volume of oxipurinol (0.60+/-0.09 and 0.84+/-0.07 l kg-1, respectively).	Plasma and water concentrations of allopurinol , oxipurinol , hypoxanthine , @DRUG$ , and uric acid were measured by h. p.l.c. answer : Total clearance of @DRUG$ was not dissimilar in senior ( 15.7+/-3.8 ml min-1 kg - ace , mean +/-s.e. mean ) and young subjects ( 15.7 + /-2.1 ) , whereas tote up clearance of oxipurinol was importantly reduced in the ripened ( 0.24+/-0.03 ) equate with young controls ( 0.37+/-0.05 ) as was the distribution volume of oxipurinol ( 0.60+/-0.09 and 0.84+/-0.07 l kg - ace , respectively ) .	not and urine ( ( allopurinol , oxipurinol , hypoxanthine , @DRUG$ , and uric acid kg measured by h. p.l.c. RESULTS - Total clearance of @DRUG$ was Plasma different in elderly ( 15.7+/-3.8 ) min-1 were - 1 , mean +/-s.e. mean ml and young subjects of controls + /-2.1 ) , whereas 15.7 clearance of respectively was significantly reduced in the aged concentrations 0.24+/-0.03 ) compared with young total ( 0.37+/-0.05 ) as was the distribution volume of oxipurinol ( 0.60+/-0.09 and 0.84+/-0.07 l kg : 1 , oxipurinol ) .	Plasma and urine of allopurinol , oxipurinol , hypoxanthine , , and uric acid were measured h. p.l.c. RESULTS : Total clearance of @DRUG$ was not different in elderly ( 15.7+/-3.8 ml min-1 kg - mean +/-s.e. mean ) and young subjects ( 15.7 + /-2.1 ) , whereas total clearance of was significantly reduced in the aged ( 0.24+/-0.03 ) compared with young controls ( 0.37+/-0.05 ) as was the distribution of oxipurinol ( 0.60+/-0.09 and 0.84+/-0.07 l 1 , respectively ) .	The total clearance of @DRUG$ was not different in elderly ( 15.7+/-3.8 ml min-1 kg - 1 , mean +/-s.e. mean ) and young subjects ( 15.7 + /-2.1 ) , whereas total clearance of oxipurin	1
1	When used for the treatment of established DVT, @DRUG$ was more effective in preventing DVT recurrence than intravenous @DRUG$, both initially and during a 3-month follow-up period when patients received warfarin sodium.	When used for the treatment of demonstrate DVT , @DRUG$ was more effective in preventing DVT recurrence than intravenous @DRUG$ , both initially and during a iii - month follow - up catamenia when patients received warfarin sodium .	When up for the treatment during established DVT , @DRUG$ was more effective in preventing DVT recurrence than intravenous @DRUG$ , both period and of a 3 - month follow - used initially when patients received warfarin sodium .	When used the of established DVT , @DRUG$ was more effective in preventing DVT than intravenous @DRUG$ , both initially during a 3 - month follow - period when received warfarin sodium .	@DRUG$ is more effective than @DRUG$ in preventing DVT recurrence.	0
0	High intensity sweeteners are regulated @DRUG$ food additives and include @DRUG$, acesulfame-k, neotame, saccharin, sucralose, cyclamate and alitame.	High volume lure are regulated @DRUG$ food additives and include @DRUG$ , acesulfame-k , neotame , saccharin , sucralose , cyclamate and alitame .	High intensity sweeteners are regulated @DRUG$ food additives and include @DRUG$ , acesulfame-k neotame , , saccharin , sucralose , alitame and cyclamate .	intensity sweeteners are regulated @DRUG$ food additives and include @DRUG$ , neotame , saccharin , sucralose cyclamate and alitame .	@DRUG$ are high intensity sweeteners which include @DRUG$, acesulfame-k, neotame, saccharin, sucralose, cyclamate and alitame.	0
0	A HgiAI DNA polymorphism, identified following the observation of sequence variants, will be useful @DRUG$ a linkage marker in studies of mutant @DRUG$ genes.	A HgiAI DNA polymorphism , identified following the observation of sequence stochastic variable , will be useful @DRUG$ a gene linkage marker in studies of mutant @DRUG$ genes .	polymorphism HgiAI DNA a , identified following the observation of sequence variants , will be useful @DRUG$ A linkage marker in studies of mutant @DRUG$ genes .	A HgiAI DNA , identified following the observation of sequence variants , will be useful @DRUG$ a linkage marker studies of mutant @DRUG$ genes .	A DNA polymorphism that is identified following the observation of sequence variants will be useful as a linkage marker in studies of mutant genes.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), @DRUG$-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, @DRUG$, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially available viva voce and injectable solution formulations reveals that the solubilizing excipients include water - soluble constituent solvents ( polyethylene ethylene glycol 300 , polyethylene ethylene glycol 400 , grain alcohol , propylene ethylene glycol , glycerol , N-methyl - ii - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH  , d-alpha-tocopherol polyethylene ethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol heat content fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , @DRUG$ - insoluble lipids ( castor crude , maize crude , cottonseed crude , olive crude , peanut crude , peppermint gum crude , carthamus tinctorius crude , sesame crude , soybean crude , hydrogenate veg oils , @DRUG$ , and medium- strand triglyceride of cocoanut crude and decoration germ crude ) , constituent liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- strand mono- and diglycerides ) , diverse cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenate soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the ) excipients include water - soluble organic solvents ( , glycol 300 , polyethylene glycol 400 beeswax ethanol mono- propylene glycol , glycerin , N-methyl pyrrolidone 2 - - , soy , and dimethylsulfoxide ) , non-ionic cottonseed ( Cremophor EL , Cremophor oleic 40 , Cremophor mono- 60 , d-alpha-tocopherol , oil 1000 succinate , polysorbate 20 , polysorbate 80 polyethylene Solutol HS / , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol polyethylene Gellucire 44/14 , Softigen , , RH and and di-fatty acid esters of PEG 300 , 400 corn or 1750 ) , @DRUG$ - insoluble lipids ( castor oil , , glycol , surfactants oil , olive oil , peanut , , peppermint oil , safflower oil 767 RH oil , soybean oil , hydrogenated vegetable oils , @DRUG$ , and medium- chain triglycerides of coconut beta-cyclodextrin and palm seed oil ) , organic liquids 15 semi-solids ( , , d-alpha-tocopherol , hydroxypropyl- acid oil medium- chain , and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , sesame beta-cyclodextrin , distearoylphosphatidylglycerol sulfobutylether - oil ) , and phospholipids ( hydrogenated dimethylacetamide phosphatidylcholine , and , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol solubilizing .	A review commercially available oral and injectable solution formulations that the solubilizing excipients include water - soluble organic solvents ( glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , dimethylsulfoxide ) , non-ionic surfactants ( EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate 20 , 80 Solutol HS 15 , sorbitan , 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and acid esters of PEG 300 , 400 , 1750 ) , @DRUG$ - insoluble lipids castor oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil sesame oil , soybean oil , hydrogenated vegetable oils , @DRUG$ , and medium- chain triglycerides of coconut oil palm seed oil , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin and - beta-cyclodextrin ) , and phospholipids ( hydrogenated phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Several organic acids in yeast @DRUG$ broth yielded a lower pH than equimolar @DRUG$ and sodium borate but were less inhibitory.	Several organic acids in barm @DRUG$ broth yielded a lower pH than equimolar @DRUG$ and sodium borate but were less repressing .	a organic acids in yeast @DRUG$ broth yielded Several lower pH than were @DRUG$ and sodium borate but equimolar less inhibitory .	Several organic acids yeast @DRUG$ broth yielded a lower pH than @DRUG$ and sodium borate but less inhibitory .	The organic acids in yeast @DRUG$ broth yielded a lower pH than equimolar @DRUG$ and sodium borate, but were less inhibitory.	0
0	In pre-planned secondary analyses, a significant decrease in sweat chloride concentration occurred in the treatment groups between day 1 and day 56 (lumacaftor 400 mg once per day group -9.1 mmol/L, p<0.001; lumacaftor 600 @DRUG$ once per day group -8.9 mmol/L, p<0.001; lumacaftor 400 mg every 12 h group -10.3 mmol/L, @DRUG$=0.002).	In pre-planned secondary analyses , a important decrease in sudate chloride concentration occurred in the treatment mathematical group between day ace and day fifty six ( lumacaftor cd mg once per day group - 9.1 mmol / fifty , p<0.001 ; lumacaftor 600 @DRUG$ once per day group - 8.9 mmol / fifty , p<0.001 ; lumacaftor cd mg every 12 h group - 10.3 mmol / fifty , @DRUG$=0.002 ) .	In pre-planned secondary analyses , a significant decrease / sweat chloride concentration once in the treatment groups between day 1 and day 56 400 lumacaftor every mg occurred day per group - 9.1 mmol in L , p<0.001 ; lumacaftor 600 @DRUG$ once per day group - 8.9 mmol mmol L , p<0.001 ; lumacaftor ( mg 400 / h group - 10.3 12 / L , @DRUG$=0.002 ) .	In pre-planned secondary analyses , a in sweat chloride concentration occurred in the treatment groups between day 1 and day ( lumacaftor 400 mg once per day group - 9.1 mmol / L , p<0.001 ; lumacaftor 600 @DRUG$ day group - 8.9 / , p<0.001 ; lumacaftor 400 mg every 12 h group - 10.3 mmol / L , @DRUG$=0.002 ) .	There was a significant decrease in sweat chloride concentration in the groups treated with lumacaftor 400 mg once per day, lumacaftor 600 mg once per day, and lumacaftor 400 mg every 12 hours, compared to the group treated with placebo.	1
1	The non-@DRUG$ antagonist oral anticoagulants (NOACs), such as the thrombin inhibitor (dabigatran) and the direct factor Xa inhibitors (rivaroxaban, apixaban, and edoxaban), have been shown to be at least as efficacious and safe as conventional oral anticoagulants, such as the vitamin K antagonists (VKAs) (e.g., @DRUG$), for stroke prevention in patients with nonvalvular atrial fibrillation (NVAF).	The non-@DRUG$ resister oral anticoagulants ( NOACs ) , such as the thrombin inhibitor ( dabigatran ) and the direct constituent Xa inhibitors ( rivaroxaban , apixaban , and edoxaban ) , have been shown to be at least as efficacious and condom as conventional oral anticoagulants , such as the vitamin K resister ( VKAs ) ( for instance , @DRUG$ ) , for fortuity bar in patients with nonvalvular atrial fibrillation ( NVAF ) .	The non-@DRUG$ ( oral anticoagulants ( NOACs ) , patients @DRUG$ been thrombin inhibitor ( dabigatran ) the and direct factor Xa inhibitors ( rivaroxaban , as , and edoxaban ) , have the shown , be at least as efficacious and safe as conventional oral anticoagulants to such apixaban the vitamin K antagonists ( VKAs ) ( e.g. , as ) , for stroke prevention in such with nonvalvular atrial fibrillation antagonist NVAF ) .	The non-@DRUG$ antagonist oral ( NOACs , such as the thrombin inhibitor ( dabigatran ) and the direct factor Xa inhibitors rivaroxaban , apixaban , and ) , have shown to be at least as efficacious and safe as conventional oral anticoagulants , such as the vitamin K antagonists ( VKAs ) ( @DRUG$ ) , for prevention in patients with nonvalvular atrial fibrillation ( NVAF ) .	The non-@DRUG$ antagonist oral anticoagulants ( NOACs ) are just as effective and safe as the traditional oral anticoagulants ( VKAs ) for stroke prevention in patients with nonvalvular atrial fibrillation ( NVAF ) .	1
0	MIC(50) and MIC(90) values (mg/L) for the 201 Gram-positive organisms were as follows: AZD2563, 1.0/4.0; linezolid, 1.0/4.0; quinupristin/@DRUG$, 0.5/1.0; amoxicillin, 0.25/1.0; @DRUG$, 0.25/8.0; metronidazole, 0.5/>16.0; vancomycin, 0.5/2.0; teicoplanin, 0.125/0.25; and meropenem, 0.06/1.0.	MIC (  ) and MIC ( xc ) value ( atomic number  /L ) for the 201 gram positive organisms were as follows : AZD2563 , 1.0/4.0 ; linezolid , 1.0/4.0 ; quinupristin / @DRUG$ , 0.5/1.0 ; amoxicillin , 0.25/1.0 ; @DRUG$ , 0.25/8.0 ; flagyl , 0.5/>16.0 ; vancomycin , 0.5/2.0 ; teicoplanin , 0.125/0.25 ; and meropenem , 0.06/1.0 .	, ( 50 as and MIC ( 90 ) values ; mg /L ) for the 201 Gram-positive organisms were ) follows : AZD2563 linezolid 1.0/4.0 ; , , 1.0/4.0 ( quinupristin / @DRUG$ , 0.5/1.0 ; amoxicillin , metronidazole ; @DRUG$ , 0.25/8.0 ; 0.25/1.0 , 0.5/>16.0 ; vancomycin , 0.5/2.0 ; teicoplanin MIC 0.125/0.25 0.06/1.0 and meropenem , ; .	MIC ( 50 ) and MIC 90 ) values ( mg /L ) for the 201 Gram-positive organisms were as follows : AZD2563 , 1.0/4.0 ; linezolid 1.0/4.0 ; quinupristin / @DRUG$ , 0.5/1.0 ; amoxicillin , 0.25/1.0 ; @DRUG$ , 0.25/8.0 ; metronidazole 0.5/>16.0 ; vancomycin , ; teicoplanin , 0.125/0.25 ; and meropenem , 0.06/1.0 .	MIC ( 50 ) and MIC ( 90 ) values ( mg /L ) for the 201 Gram-positive organisms were as follows : AZD2563 , 1.0/4.0 ; linezolid , 1.0/4.0 ; quinupristin / @DRUG$	1
0	CONCLUSION: Oral @DRUG$ supplementation with 20 IU/kg/day and 100 IU/kg/day of vitamin E capsule and with 50 IU/kg/day of CWS/@DRUG$ vitamin E were able to normalize vitamin E status in a few cholestatic children who had serum direct bilirubin levels less them 4 mg/dl.	CONCLUSION : Oral @DRUG$ supplementation with 20 IU / kg / day and 100 IU / kg / day of vitamin E abridgment and with fifty IU / kg / day of CWS / @DRUG$ vitamin E were able to normalize vitamin E status in a few cholestatic nestling who had serum unmediated hematoidin levels le them 4 mg / dl .	CONCLUSION : kg @DRUG$ supplementation with 20 IU / Oral / day and 100 IU / kg / day of vitamin few capsule and with 50 IU a were / day of CWS / @DRUG$ vitamin E kg able to normalize vitamin E status in serum E cholestatic children who had / direct bilirubin levels 4 them less mg / dl .	CONCLUSION : Oral @DRUG$ supplementation with 20 IU / kg / day and 100 IU / kg / day vitamin E capsule and with 50 IU / / day of CWS / @DRUG$ vitamin E were able to normalize vitamin E status in a cholestatic children who had serum direct bilirubin levels them mg / dl	Oral @DRUG$ supplementation with 20 IU / kg / day and 100 IU / kg / day of vitamin E capsule and with 50 IU / kg / day of CWS / @DRUG$ vitamin E were able to normalize vitamin E status in a few cholestatic children who had serum	0
1	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab, lanadelumab, roledumab, tralokinumab, risankizumab, SA237, emapalumab, suptavumab, erenumab, eptinezumab, fremanezumab, fasinumab, @DRUG$, lampalizumab, brolucizumab).	Of these , little phoebe mAbs are for cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and xv mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , erenumab , eptinezumab , fremanezumab , fasinumab , @DRUG$ , lampalizumab , brolucizumab ) .	Of these and 5 mAbs are for cancer ( durvalumab , 56022473 erenumab , , ublituximab , for ravtansine , @DRUG$ ) , 15 mAbs are anetumab non-cancer indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , - , eptinezumab , fremanezumab , fasinumab JNJ @DRUG$ , lampalizumab , brolucizumab ) .	Of these , 5 mAbs are for cancer ( durvalumab , JNJ - 56022473 ublituximab , anetumab ravtansine , @DRUG$ ) and 15 mAbs are for indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , , erenumab , eptinezumab , fremanezumab , fasinumab , @DRUG$ , lampalizumab , brolucizumab ) .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab	1
0	The outcome of phase T3 enabled the authors to estimate the possible favourable effects persisting after termination of @DRUG$-@DRUG$ therapy.	The outcome of phase T3 enable the authors to estimate the possible favourable outcome persisting after termination of @DRUG$ - @DRUG$ therapy .	The outcome of phase T3 enabled the favourable to estimate the possible persisting effects authors after termination of @DRUG$ - @DRUG$ therapy .	The outcome of phase T3 enabled the authors to estimate the possible favourable effects persisting termination of @DRUG$ - @DRUG$ therapy .	The authors were able to estimate the possible favourable effects persisting after termination of @DRUG$ - @DRUG$ therapy based on the outcome of phase T3.	0
0	The plasma concentrations of (@DRUG$)-@DRUG$ in humans are about 1.5-fold higher than those of the (S)-enantiomer.	The plasma concentrations of ( @DRUG$ ) - @DRUG$ in humans are about 1.5 - fold in high spirits than those of the ( randomness ) - enantiomer .	The plasma concentrations of enantiomer @DRUG$ ) - @DRUG$ in humans are about than - fold higher 1.5 those of the ( S ) - ( .	The plasma concentrations of ( @DRUG$ ) - @DRUG$ in humans are about fold higher those of the ) - enantiomer .	The plasma concentrations of ( @DRUG$ ) - @DRUG$ in humans are about 1.5 - fold higher than those of the ( S ) - enantiomer .	0
0	Further, the effect of the penetration enhancer isopropyl myristate (IPM) on the structure of a well-known SC lipid model membrane containing synthetically derived methyl-branched ceramide [EOS], ceramide [@DRUG$], behenic acid and @DRUG$ (23/10/33/33wt%) was investigated.	promote , the event of the penetration foil isopropyl myristate ( IPM ) on the body structure of a well - known SC lipid model membrane bear synthetically derived methyl - branched ceramide [ EOS ] , ceramide [ @DRUG$ ] , behenic acid and @DRUG$ ( 23/10/33/33wt % ) was investigated .	Further , the [ of enhancer penetration the % myristate ( methyl ) on the structure of a well - known SC lipid model membrane containing synthetically derived IPM - branched ceramide [ EOS ] , ceramide isopropyl @DRUG$ ] , behenic acid and @DRUG$ ( 23/10/33/33wt effect ) was investigated .	Further the effect of the penetration enhancer isopropyl myristate ( IPM ) on the structure of a - known SC model containing synthetically derived methyl - branched ceramide EOS ] , ceramide [ @DRUG$ ] , behenic acid and @DRUG$ ( 23/10/33/33wt % ) was investigated .	The effect of the penetration enhancer isopropyl myristate ( IPM ) on the structure of a well - known SC lipid model membrane containing synthetically derived methyl - branched ceramide [ EOS ] , ceramide [ @DRUG$ ] , behenic acid and DRU	1
0	Results (mean +/- SD) include sternal recumbency achieved in 14.1 +/- 8.1 min after i.m. dosing, standing and ambulation occurred in 1.7 +/- 0.6 min after reversal, heart rate was 62.0 +/- 10.1 beats/min, respiratory rate was 14.7 +/- 5.6 breaths/min, and percentage of @DRUG$ saturation of @DRUG$ (Spo2) was 89.2 +/- 3.0%.	Results ( stand for +/- SD ) admit sternal recumbency reach in 14.1 +/- 8.1 min after i.m. dosing , place upright and ambulation occurred in 1.7 +/- 0.6 min after reversal , heart rate was 62.0 +/- 10.1 crush / min , respiratory rate was 14.7 +/- 5.6 intimation / min , and percentage of @DRUG$ saturation of @DRUG$ ( Spo2 ) was 89.2 +/- 3.0 % .	Results was mean +/- SD ) include sternal recumbency ( in 14.1 +/- 8.1 min after i.m. dosing , standing and ambulation after +/- 1.7 +/- 0.6 min in 5.6 , heart rate was 62.0 +/- 10.1 beats / min , respiratory rate was 14.7 +/- reversal breaths / min , and percentage of @DRUG$ saturation of @DRUG$ ( Spo2 ) achieved 89.2 occurred 3.0 % .	( mean +/- SD ) sternal recumbency achieved in 14.1 +/- min after i.m. dosing standing and ambulation occurred in 1.7 +/- 0.6 min after , heart rate was +/- 10.1 beats / min , respiratory rate was 14.7 5.6 breaths / min , and percentage of @DRUG$ saturation @DRUG$ ( Spo2 was 89.2 +/- 3.0 % .	The average time it took for the dog to lie down after receiving the injection was 14.1 minutes. The average time it took for the dog to stand and walk was 1.7 minutes. The average heart rate was 62 beats per minute. The average respiratory rate was 14.7 breaths per minute	1
0	A total of 204,170 aspirin users and 408,339 non-aspirin users were included, with the mean age 67.5 years, 7.7 years average duration of aspirin prescription and 80 @DRUG$ @DRUG$ the median dose of aspirin.	A total of 204,170 aspirin users and 408,339 non-aspirin users were include , with the mean age 67.5 years , 7.7 years average length of aspirin prescription and 80 @DRUG$ @DRUG$ the average dose of aspirin .	A total of 204,170 aspirin users and 408,339 non-aspirin duration were included , with the mean age prescription years , 7.7 years dose users of aspirin 67.5 and 80 @DRUG$ @DRUG$ the median average of aspirin .	A total of 204,170 users and 408,339 non-aspirin users were included , with mean age 67.5 years , 7.7 years duration of aspirin prescription 80 @DRUG$ @DRUG$ the dose of aspirin .	A total of 204,170 aspirin users and 408,339 non-aspirin users were included in the study. The average age of the participants was 67.5 years, and they had been taking aspirin for an average of 7.7 years. The median dose of aspirin was 80.	1
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, enalapril 10 or 20 mg/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/@DRUG$, nitrendipine 20 mg/d, perindopril 4 mg/d, and @DRUG$ ER 120 to 240 mg/d.	hoosier state comparative trials in the direction of hypertension , trandolapril 1 to 4 mg /d was statistically undistinguishable from or ranking to captopril 100 mg /d , enalapril x or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 mg /d , procardia ER 30 or 40 mg / @DRUG$ , nitrendipine 20 mg /d , perindopril 4 mg/d , and @DRUG$ ER 120 to 240 mg/d .	In comparative trials in 240 management of hypertension , HCTZ 1 to 4 mg /d trandolapril statistically indistinguishable from or superior to captopril 100 mg /d , enalapril 10 or 20 mg /d , hydrochlorothiazide and was ) 25 mg /d , nifedipine ER 30 or 40 mg / @DRUG$ , 20 nitrendipine mg /d , perindopril 4 mg/d , ( @DRUG$ ER 120 to the mg/d .	In comparative trials in the management of hypertension , trandolapril 1 to mg /d was statistically indistinguishable from or superior to captopril 100 mg /d , enalapril 10 or 20 mg /d , hydrochlorothiazide HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg / @DRUG$ , nitrendipine 20 mg /d , perindopril 4 mg/d , and @DRUG$ ER 120 to 240	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
0	@DRUG$-@DRUG$, a partially lipophilic and protein-bound compound is related to several biochemical alterations in uremia.	@DRUG$ - @DRUG$ , a partially lipophilic and protein-bound compound is related to several biochemical alterations in azotemia .	@DRUG$ - @DRUG$ to a partially lipophilic and protein-bound compound is related , several biochemical alterations in uremia .	@DRUG$ - @DRUG$ , partially and protein-bound compound is to several biochemical alterations in uremia	@DRUG$ and @DRUG$ are related because DRUGA can cause several biochemical alterations in uremia.	0
0	METHODS: Thirteen healthy volunteers received single 3-mg oral doses of midazolam on three occasions: in the control condition, during co-treatment with low-dose ritonavir (three oral doses of 100 mg over 24 h), and during co-treatment with @DRUG$ (three oral doses of 80 @DRUG$ over 24 h).	METHODS : long dozen healthy volunteers received single 3 - mg oral doses of midazolam on triplet occasions : in the see to it condition , during co-treatment with low-dose norvir ( triplet oral doses of 100 mg over 24 h ) , and during co-treatment with @DRUG$ ( triplet oral doses of  @DRUG$ over 24 h ) .	METHODS : of healthy in received oral 3 - mg single doses of midazolam on three occasions : volunteers the control condition and during co-treatment with low-dose ritonavir ( three oral doses Thirteen 100 mg over 24 h ) , , during co-treatment oral @DRUG$ ( three with doses of 80 @DRUG$ over 24 h ) .	METHODS : Thirteen healthy volunteers received single 3 mg oral doses midazolam on three occasions : in the control condition during co-treatment with low-dose ritonavir ( three oral doses of 100 mg over h ) , and during co-treatment with @DRUG$ ( oral doses of 80 @DRUG$ over 24 h ) .	Thirteen healthy volunteers received single 3 - mg oral doses of midazolam on three occasions : in the control condition , during co-treatment with low-dose ritonavir ( three oral doses of 100 mg over 24 h ) , and during co-treatment with @DRUG$ ( three	1
0	A single dose of racemic @DRUG$ (30 mg of @DRUG$ salt, Toradol) was administered by bolus intramuscular injection to four young, healthy volunteers.	A single dose of racemic @DRUG$ ( 30 mg of @DRUG$ salt , Toradol ) was lot by bolus intramuscular injection to four untested , healthy volunteers .	A single dose of racemic @DRUG$ bolus 30 mg of @DRUG$ salt , Toradol ) was administered by volunteers intramuscular injection to four young , healthy ( .	A single dose racemic @DRUG$ ( 30 mg of @DRUG$ salt , Toradol ) was administered by bolus intramuscular injection to four young , healthy volunteers .	A single dose of racemic @DRUG$ ( 30 mg of @DRUG$ salt , Toradol ) was administered by bolus intramuscular injection to four young , healthy volunteers .	0
0	To do so, sperm cells and epididymal epithelial cells rely on common enzymatic ROS scavengers such @DRUG$ superoxide dismutase (SOD), @DRUG$ peroxidases (GPX) and catalase (CAT) as well as more specific types such as indoleamine dioxygenase (IDO).	To do so , sperm cell cubicle and epididymal epithelial cubicle rely on coarse enzymatic ROS scavengers such @DRUG$ superoxide dismutase ( SOD ) , @DRUG$ peroxidases ( GPX ) and catalase ( cat ) as well as more specific types such as indoleamine dioxygenase ( IDO ) .	To do so , , cells as epididymal epithelial cells rely on common enzymatic such scavengers such @DRUG$ superoxide dismutase ( SOD ) sperm @DRUG$ peroxidases ( GPX ) and catalase well CAT ) as ( as more specific types ROS and indoleamine dioxygenase ( IDO ) .	To do so , sperm and epididymal epithelial cells rely on common enzymatic ROS scavengers such @DRUG$ superoxide dismutase ( SOD ) , @DRUG$ peroxidases ( GPX ) and catalase ( CAT ) as well as more specific types such as indoleamine dioxygenase ( IDO ) .	Sperm cells and epididymal epithelial cells rely on common enzymatic ROS scavengers such as @DRUG$ superoxide dismutase ( SOD ) , @DRUG$ peroxidases ( GPX ) and catalase ( CAT ) as well as more specific types such	0
0	MATERIALS AND METHODS: From 1998 to 2001, 28 patients with hormone resistant prostate cancer were treated with @DRUG$ @DRUG$ second line hormonal therapy.	MATERIALS AND METHODS : From 1998 to 2001 , twenty eight patients with endocrine resistant prostate cancer were treated with @DRUG$ @DRUG$ second line hormonal therapy .	MATERIALS hormone METHODS : From 1998 to 2001 , 28 patients with AND resistant prostate cancer were treated with @DRUG$ @DRUG$ hormonal line second therapy .	MATERIALS AND METHODS : 1998 to 2001 , 28 patients with hormone resistant prostate were treated @DRUG$ @DRUG$ second line hormonal therapy .	From 1998 to 2001, 28 patients with hormone resistant prostate cancer were treated with @DRUG$ and @DRUG$.	0
0	@DRUG$ for many other agents, @DRUG$/dalfopristin is generally bacteriostatic against E. faecium.	@DRUG$ for many other agents , @DRUG$ / dalfopristin is broadly speaking bacteriostatic against E. faecium .	@DRUG$ for dalfopristin other agents , @DRUG$ / many is generally bacteriostatic against E. faecium .	@DRUG$ for many other agents , @DRUG$ / dalfopristin is generally bacteriostatic against E. faecium .	@DRUG$ is a drug that is used to treat many other agents, and @DRUG$ is a drug that is generally bacteriostatic against E. faecium.	0
0	The main goal of the present study was to investigate the absorption and disposition of @DRUG$ dihydrochloride, the R enantiomer of cetirizine dihydrochloride, following a single oral administration (5 @DRUG$) of the 14C-labelled compound in healthy volunteers.	The main goal of the present study was to investigate the absorption and disposition of @DRUG$ dihydrochloride , the universal gas constant enantiomorph of cetirizine dihydrochloride , following a single oral administration ( pentad @DRUG$ ) of the 14C - judge compound in healthy volunteers .	The investigate goal of the present study was to main the absorption and disposition of @DRUG$ dihydrochloride the , R enantiomer of cetirizine volunteers , following a single oral administration ( 5 @DRUG$ ) of in 14C - labelled compound the healthy dihydrochloride .	The main goal of the present study was to investigate the absorption and disposition of @DRUG$ dihydrochloride , the R enantiomer cetirizine dihydrochloride , following a single oral administration ( 5 @DRUG$ ) of the 14C - compound in healthy volunteers .	The study was conducted to see how well the body absorbs and eliminates @DRUG$, which is the active ingredient in the drug cetirizine, after a single dose of the drug.	1
0	Piperaquine-based ACT began as China-Vietnam 4 (CV4): @DRUG$ [DHA], trimethoprim, piperaquine @DRUG$ and primaquine phosphate), which was followed by CV8 (the same components as CV4 but in increased quantities), Artecom (in which primaquine was omitted) and Artekin or Duo-Cotecxin (DHA and piperaquine phosphate only).	Piperaquine - based act began as China-Vietnam quaternary ( CV4 ) : @DRUG$ [ DHA ] , trimethoprim , piperaquine @DRUG$ and primaquine inorganic phosphate ) , which was followed by CV8 ( the same components as CV4 but in increase quantity ) , Artecom ( in which primaquine was except ) and Artekin or Duo-Cotecxin ( DHA and piperaquine inorganic phosphate only ) .	Piperaquine - , ACT began as Duo-Cotecxin 4 ( CV4 ) : @DRUG$ [ DHA ( , trimethoprim , piperaquine @DRUG$ and primaquine phosphate ) based by was followed and which ( the same components as CV4 but in increased quantities ) , Artecom ( in which primaquine was omitted ) CV8 Artekin or China-Vietnam ] DHA and piperaquine phosphate only ) .	Piperaquine - based ACT began as China-Vietnam 4 ( CV4 @DRUG$ [ DHA ] , trimethoprim , piperaquine @DRUG$ primaquine phosphate ) , which was followed by CV8 ( the same components but in increased quantities ) , Artecom ( in which primaquine was omitted ) and Artekin or Duo-Cotecxin ( DHA and piperaquine phosphate only ) .	Piperaquine - based ACT began as China-Vietnam 4 ( CV4 ) : @DRUG$ [ DHA ] , trimethoprim , piperaquine @DRUG$ and primaquine phosphate ) , which was followed by CV8 ( the same components as CV4	0
0	It inhibits the renin-angiotensin system by preventing both the conversion of angiotensin I to @DRUG$ and the degradation of @DRUG$, thereby reducing the vasoconstriction and left ventricular remodelling characteristic of heart failure.	It inhibits the renin-angiotensin system by preventing both the conversion of angiotensin I to @DRUG$ and the degradation of @DRUG$ , thereby reducing the vasoconstriction and left wing ventricular remodelling characteristic of nub nonstarter .	It inhibits the renin-angiotensin system of preventing both reducing conversion by angiotensin I to @DRUG$ and and degradation of @DRUG$ , thereby the the vasoconstriction the left ventricular remodelling characteristic of heart failure .	It inhibits the system by preventing both the conversion of angiotensin I to @DRUG$ the degradation of @DRUG$ , thereby reducing the vasoconstriction and left ventricular remodelling characteristic of heart failure .	@DRUG$ inhibits the renin-angiotensin system by preventing both the conversion of angiotensin I to DRUGA and the degradation of @DRUG$. This reduces the vasoconstriction and left ventricular remodelling characteristic of heart failure.	0
0	After the initial biopsy, subjects ingested 20 g x d(-1) of creatine monohydrate, 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose, or 20 g x d(-1) of @DRUG$ monohydrate + 100 g x d(-1) of sucrose + 1000 @DRUG$ x d(-1) of alpha-lipoic acid for 5 days.	after the initial biopsy , subjects ingested  g x vitamin d ( - one ) of creatin monohydrate ,  g x vitamin d ( - one ) of creatin monohydrate + hundred g x vitamin d ( - one ) of saccharose , or  g x vitamin d ( - one ) of @DRUG$ monohydrate + hundred g x vitamin d ( - one ) of saccharose + m @DRUG$ x d( - one ) of alpha-lipoic acid for 5 days .	After the initial biopsy , subjects ingested x g x d ( - 1 ) of creatine monohydrate , 20 g x d ( ( of ) d creatine d + 20 g 20 of d - 1 ) of sucrose , sucrose 100 g x ( ( - 1 ) 1 @DRUG$ monohydrate + 100 g x monohydrate - - 1 ) of or + 1000 @DRUG$ x d( - 1 ) of alpha-lipoic acid for 5 days .	After the initial biopsy , subjects ingested 20 g x d ( 1 ) creatine monohydrate , 20 g x d ( 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose or 20 g x d ( - 1 ) of @DRUG$ monohydrate + 100 g x d ( - 1 ) of + 1000 @DRUG$ x d( - 1 ) of alpha-lipoic acid for 5 days .	Subjects who ingested @DRUG$ monohydrate + 100 g x d ( - 1 ) of sucrose + 1000 @DRUG$ x d( - 1 ) of alpha-lipoic acid for 5 days had a significantly greater increase in muscle creatine content than those who ingested creatine monohydrate + 100	0
0	Fourteen Glut proteins are expressed in the human and they include transporters for substrates other than glucose, including @DRUG$, myoinositol, and @DRUG$.	Fourteen overeat proteins are expressed in the human and they let in transporters for substrates other than glucose , including @DRUG$ , myoinositol , and @DRUG$ .	Fourteen Glut for are expressed in the human and they include transporters , substrates other than glucose proteins including @DRUG$ , myoinositol , and @DRUG$ .	Fourteen Glut proteins are expressed in the human and they include transporters for substrates other glucose , including @DRUG$ , myoinositol , and @DRUG$ .	There are fourteen Glut proteins in humans, and some of these proteins include transporters for substrates other than glucose. @DRUG$ is one of these proteins, and it transports myoinositol and @DRUG$.	0
0	@DRUG$ @DRUG$ was well tolerated; the most common adverse events were oral and digital paresthesias, nausea, and headache.	@DRUG$ @DRUG$ was well tolerated ; the most common adverse events were oral and digital paresthesia , nausea , and vexation .	@DRUG$ @DRUG$ well was tolerated ; the most common adverse events were oral and digital paresthesias headache nausea , and , .	@DRUG$ @DRUG$ well tolerated ; the most adverse events oral digital paresthesias , nausea , and headache .	@DRUG$ was well tolerated; the most common adverse events were oral and digital paresthesias, nausea, and headache.	1
0	Results: Perfusion with netarsudil-M1 significantly increased C when compared to baseline (51%, P < 0.01) and to paired controls (102%, P < 0.01), as well @DRUG$ significantly increased PEFL in both IW (P < 0.05) and ESVs (@DRUG$ < 0.01).	Results : Perfusion with netarsudil - M1 significantly increased C when liken to service line ( li % , phosphorus < 0.01 ) and to partner off controls ( 102 % , phosphorus < 0.01 ) , as well @DRUG$ significantly increased PEFL in both IW ( phosphorus < 0.05 ) and ESVs ( @DRUG$ < 0.01 ) .	significantly : Perfusion with , - M1 Results increased C when compared to baseline ( 51 % , P < 0.01 ) and 0.01 PEFL controls ( 102 % ( P < to ) , as well @DRUG$ significantly increased paired in both IW netarsudil P < 0.05 ) and ESVs ( @DRUG$ < 0.01 ) .	Results Perfusion with netarsudil - M1 significantly increased C when compared to baseline ( 51 % , P < 0.01 ) and to paired controls ( 102 % , P < 0.01 ) as well @DRUG$ significantly increased PEFL in both IW ( P < 0.05 ) and ESVs ( @DRUG$ < 0.01 ) .	@DRUG$ significantly increased PEFL in both IW ( P < 0.05 ) and ESVs ( @DRUG$ < 0.01 ) .	0
0	The next-generation cystic fibrosis transmembrane conductance regulator (CFTR) corrector VX-659, in triple combination with tezacaftor and @DRUG$ (VX-659-@DRUG$-ivacaftor), was developed to restore the function of Phe508del CFTR protein in patients with cystic fibrosis.	The next-generation cystic fibrosis transmembrane conductance regulator ( cftr ) corrector VX - 659 , in triad combination with tezacaftor and @DRUG$ ( VX -659 - @DRUG$ - ivacaftor ) , was developed to mend the function of Phe508del cftr protein in patient with cystic fibrosis .	The next-generation cystic fibrosis transmembrane conductance regulator ( CFTR corrector ) VX - 659 , in triple combination with tezacaftor and @DRUG$ ( VX protein restore @DRUG$ - ivacaftor ) , was developed to - the function of Phe508del CFTR -659 in patients with cystic fibrosis .	The next-generation cystic fibrosis transmembrane conductance regulator ( CFTR ) corrector VX - 659 , triple combination with tezacaftor and @DRUG$ ( VX -659 @DRUG$ - ivacaftor ) , was developed to restore the function of Phe508del CFTR protein in patients with cystic fibrosis .	The next-generation cystic fibrosis transmembrane conductance regulator ( CFTR ) corrector VX - 659 , in triple combination with tezacaftor and @DRUG$ ( VX -659 - @DRUG$ - ivacaftor ) , was developed to restore the	0
0	RESULTS: The maximum tolerated dose intensity was @DRUG$/5-FU 10.0/1.0 mg/m(2) twice daily for 16 days in combination with oxaliplatin 130 mg/@DRUG$(2) on the first day of a 21-day cycle.	RESULTS : The upper limit tolerated dose intensity was @DRUG$/5-FU 10.0/1.0 magnesium /m(  ) double daily for 16 days in combination with oxaliplatin 130 magnesium / @DRUG$ (  ) on the first day of a 21 - day cycle .	RESULTS : dose maximum tolerated The of was @DRUG$/5-FU mg mg /m( 2 ) twice daily for 16 days in combination 130 oxaliplatin with 10.0/1.0 / @DRUG$ ( 2 ) on the first day intensity a 21 - day cycle .	RESULTS : The maximum tolerated dose intensity was @DRUG$/5-FU 10.0/1.0 mg /m( 2 ) twice daily 16 days in with oxaliplatin 130 mg / ( 2 ) on first day of a - day cycle .	For every 1 mg of @DRUG$ given, 5 mg of @DRUG$ must also be given.	0
0	Subjects receiving 10 @DRUG$ of @DRUG$ tartrate had a Cmax of 1.95 ng/mL at 1.5 hours, and the mean peak inhibition (Imax) of AChE was 26% (range: 18-34%) at 1.75 hours (tImax) following dosing.	Subjects receiving 10 @DRUG$ of @DRUG$ tartrate had a Cmax of 1.95 ng / milliliter at 1.5 hours , and the mingy peak inhibition ( Imax ) of ache was 26 % ( range : 18-34 % ) at 1.75 hours ( tImax ) following dose .	Subjects receiving 1.5 @DRUG$ of @DRUG$ tartrate Cmax a had of 1.95 ng / mL at ) hours , and % mean peak inhibition ( Imax ) of AChE was 26 the ( range : 18-34 % ) at 1.75 hours ( tImax 10 following dosing .	Subjects receiving 10 @DRUG$ of @DRUG$ tartrate had a Cmax 1.95 ng / at 1.5 hours , and the mean peak inhibition ( Imax ) of AChE was 26 % ( range % ) at 1.75 hours tImax following dosing .	Subjects receiving 10 @DRUG$ of @DRUG$ tartrate had a Cmax of 1.95 ng / mL at 1.5 hours , and the mean peak inhibition ( Imax ) of AChE was 26 % ( range : 18-34 % ) at 1.75 hours (	0
0	In all patients, fasting serum @DRUG$, calcium, sodium, @DRUG$, cholesterol, triglyceride, parathyroid hormone (PTH) values, and morning second-spot urine calcium and creatinine levels were assessed before and 8 weeks after treatment with indapamide.	In all patients , fasting serum @DRUG$ , calcium , sodium , @DRUG$ , cholesterol , triglyceride , parathyroid endocrine ( PTH ) values , and dawn second -spot urine calcium and creatinine levels were assessed before and ogdoad week after treatment with indapamide .	In all patients ) fasting serum @DRUG$ , second , sodium , @DRUG$ , cholesterol , triglyceride , parathyroid hormone ( PTH , values , and morning calcium -spot urine calcium before creatinine levels were assessed and and 8 weeks after treatment with indapamide .	all patients , fasting serum @DRUG$ , calcium , sodium , @DRUG$ , cholesterol , triglyceride , parathyroid hormone ( PTH ) values , and morning second urine calcium and creatinine levels were assessed before and 8 weeks after treatment with indapamide .	In all patients, fasting serum @DRUG$, calcium, sodium, @DRUG$, cholesterol, triglyceride, parathyroid hormone (PTH) values, and morning second-spot urine calcium and creatinine levels were assessed before and 8 weeks after treatment with indapamide.	0
0	The oral administration of zaleplon (0.25-1.0 mg/kg), @DRUG$ (0.0625-0.25 mg/kg), zopiclone (1.0-4.0 mg/kg), brotizolam (0.0625-0.25 @DRUG$/kg), and nitrazepam (0.125-0.5 mg/kg) lengthened the total sleep in a dose-dependent manner.	The oral administration of zaleplon ( 0.25 - 1.0 milligram / kilogram ) , @DRUG$ ( 0.0625-0.25 milligram / kilogram ) , zopiclone ( 1.0- 4.0 milligram / kilogram ) , brotizolam ( 0.0625-0.25 @DRUG$ / kilogram ) , and nitrazepam ( 0.125-0.5 milligram / kilogram ) extended the add up sleep in a dose-dependent personal manner .	The oral administration of zaleplon ( 0.25 - 1.0 mg 0.125-0.5 ) kg , @DRUG$ ( 0.0625-0.25 mg / kg ) , zopiclone ( 1.0- 4.0 mg / mg sleep , brotizolam lengthened 0.0625-0.25 @DRUG$ / kg ) , and nitrazepam ( / kg / kg ) ( the total ) in a dose-dependent manner .	The oral administration of zaleplon ( 0.25 - 1.0 / kg , @DRUG$ ( 0.0625-0.25 mg / kg ) , ( 1.0- 4.0 mg / kg ) , brotizolam ( 0.0625-0.25 @DRUG$ / kg ) , and nitrazepam ( mg / kg ) lengthened the total sleep in a dose-dependent manner .	The more @DRUG$ is given, the longer the total sleep will be.	1
0	The arteriovenous flux of @DRUG$, @DRUG$, lactate, and oxygen across the hindlimb was calculated using the Fick principle.	The arteriovenous flux of @DRUG$ , @DRUG$ , lactate , and o across the hindlimb was calculated exploitation the Fick principle .	The arteriovenous flux of @DRUG$ , @DRUG$ using lactate , and oxygen across the , was calculated hindlimb the Fick principle .	The arteriovenous flux of @DRUG$ @DRUG$ , lactate , and oxygen across the hindlimb was calculated using the Fick principle .	The arteriovenous flux of @DRUG$ , @DRUG$ , lactate , and oxygen across the hindlimb was calculated using the Fick principle ."This means that the amount of DRUGA and DRUGB that flows through the hindlimb can be calculated by measuring	0
0	DATA SOURCES: A MEDLINE search was conducted for English-language human studies published between January 1980 and April 2012 using the terms l-LV, levoleucovorin, @DRUG$,l-LV, @DRUG$, folinic acid, folinate, 5-formyltetrahydrofolate, folic acid, folates, methotrexate, 5-fluorouracil, and clinical trials.	DATA SOURCES : angstrom medline search was behave for English - language human studies issue between January 1980 and April 2012 using the terms l-LV , levoleucovorin , @DRUG$ , l-LV , @DRUG$ , folinic zen , folinate , 5 - formyltetrahydrofolate , folic zen , folates , methotrexate , 5 - fluorouracil , and clinical trials .	SOURCES DATA : A MEDLINE search was published for English - language human studies folinate between January 1980 and April 2012 the using terms l-LV , levoleucovorin , @DRUG$ , l-LV , @DRUG$ , folinic acid , conducted , 5 - formyltetrahydrofolate , folic acid , folates , methotrexate , 5 - fluorouracil , and clinical trials .	SOURCES : A MEDLINE search was conducted for English - language human studies published between January 1980 and April 2012 the l-LV , levoleucovorin , @DRUG$ l-LV , @DRUG$ , folinic acid , folinate , 5 - formyltetrahydrofolate folic acid , folates , methotrexate , 5 - fluorouracil , and clinical trials .	L-LV (levoleucovorin) is a prodrug of folinic acid (FA) and 5-formyltetrahydrofolate (5-formyl-THF). FA and 5-formyl-THF are intermediates in the one-carbon	1
0	However, the best derivative, 6-amino-2-n-pentylthiobenzothiazole, showed as much @DRUG$ 25-fold higher inhibitory effectiveness on the transformation of the yeast-like form into the mycelial one than @DRUG$.	However , the best derived function , 6 - amino - 2- n- pentylthiobenzothiazole , register as much @DRUG$ 25 - fold higher inhibitory effectiveness on the transformation of the barm - the likes of form into the mycelial one than @DRUG$ .	However , the inhibitory - , 6 amino pentylthiobenzothiazole derivative 2- n- - , showed as much @DRUG$ 25 - fold higher best effectiveness on the transformation of the yeast - like form into the mycelial one than @DRUG$ .	However , the best , 6 - amino - 2- pentylthiobenzothiazole , showed as much @DRUG$ 25 - fold higher inhibitory effectiveness the transformation of the yeast - like form into the mycelial one than @DRUG$	@DRUG$ is 25 times more effective than @DRUG$ in inhibiting the transformation of the yeast-like form into the mycelial one.	0
1	The single-channel currents observed for physostigmine, @DRUG$ and their methyl derivatives were blocked by alpha-bungarotoxin, methyllycaconitine and mecamylamine, in contrast to previously reported studies on neuronal and adult muscle nicotinic @DRUG$ receptors.	The single- channel current observed for physostigmine , @DRUG$ and their methyl derivatives were blocked by alpha-bungarotoxin , methyllycaconitine and mecamylamine , in contrast to previously reported studies on neuronic and full grown muscle nicotinic @DRUG$ receptors .	The and channel currents observed for physostigmine , @DRUG$ and their methyl derivatives were blocked by alpha-bungarotoxin , methyllycaconitine single- in , mecamylamine contrast reported previously to studies on neuronal and adult muscle nicotinic @DRUG$ receptors .	The single- channel currents observed for physostigmine , @DRUG$ and their were blocked by , methyllycaconitine and mecamylamine , in contrast to previously reported studies on neuronal and adult muscle nicotinic @DRUG$ receptors	The single- channel currents observed for physostigmine and its methyl derivatives were blocked by alpha-bungarotoxin, methyllycaconitine and mecamylamine, in contrast to previously reported studies on neuronal and adult muscle nicotinic receptors.	1
0	A HPLC method with diode-array detection, at 265 nm, was developed and validated for the determination of ten sulfonamides (SAs): sulfadiazine (SDZ), sulfathiazine (STZ), sulfamethoxine (SMTH), sulfamethizole (SMZ), sulfamethoxypyridazine (SMPZ), sulfamonomethoxine (SMMX), @DRUG$ (SMXZ), sulfisoxazole (SIX), sulfadimethoxine (SDMX), and sulfaquinoxaline (SQX) in @DRUG$.	a HPLC method acting with diode-array detection , at 265 nm , was acquire and validate for the purpose of ten spot sulfonamides ( sas ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX ) , @DRUG$ ( SMXZ ) , sulfisoxazole ( SIX ) , sulfadimethoxine ( SDMX ) , and sulfaquinoxaline ( SQX ) in @DRUG$ .	A HPLC ten with of detection , at sulfathiazine nm , was developed and validated for , determination diode-array method sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , 265 ( SMPZ ) ) sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , sulfamethoxypyridazine ( STZ ) , sulfamonomethoxine ( SMMX ( , @DRUG$ ( SMXZ the , sulfisoxazole ( SIX ) , sulfadimethoxine ) SDMX ) , and sulfaquinoxaline ( SQX ) in @DRUG$ .	A HPLC with diode-array detection , at 265 nm , was developed for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) sulfamethizole ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX , @DRUG$ ( SMXZ ) , sulfisoxazole ( ) sulfadimethoxine SDMX ) , and sulfaquinoxaline ( SQX ) in @DRUG$	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH )	1
1	Transdermal @DRUG$ at doses < or =8 mg/24 h did not show noninferiority to @DRUG$ at doses < or =24 mg/day.	transcutaneous @DRUG$ at doses < or =8 mg / two dozen h did not show noninferiority to @DRUG$ at doses < or = two dozen mg / day .	Transdermal @DRUG$ =8 doses 24 or at mg / < h did not show noninferiority to @DRUG$ at doses < or = 24 mg / day .	Transdermal @DRUG$ at doses < or =8 mg h did not show noninferiority to @DRUG$ at doses < or 24 mg / day .	@DRUG$ is not inferior to @DRUG$ at doses less than or equal to 24 mg / day.	0
0	One hundred ten patients (44%) had normal serum FSH, LH and plasma testosterone, 85 patients (34%) had low serum FSH, @DRUG$ and low plasma @DRUG$.	One one hundred ten patient role ( 44 % ) had convention serum FSH , LH and plasma testosterone , 85 patient role ( 34 % ) had low serum FSH , @DRUG$ and low plasma @DRUG$ .	One hundred ten patients ( 85 % ) , normal serum FSH had LH plasma and testosterone , 44 patients ( 34 % ) had low serum FSH , @DRUG$ and low plasma @DRUG$ .	ten patients ( 44 % ) had normal serum FSH , LH and plasma testosterone , 85 ( 34 % ) low serum FSH , @DRUG$ and low plasma @DRUG$ .	44% of patients had normal serum FSH, LH, and plasma testosterone levels, while 34% of patients had low serum FSH, @DRUG$, and low plasma @DRUG$ levels.	0
1	@DRUG$ therapy for raised ICP may have a beneficial effect on mortality when compared to @DRUG$ treatment, but may have a detrimental effect on mortality when compared to hypertonic saline.	@DRUG$ therapy for raised ICP may have a good gist on mortality when compared to @DRUG$ treatment , but may have a damaging gist on mortality when compared to hypertonic saline .	@DRUG$ therapy for raised ICP may have on saline effect on mortality when compared to @DRUG$ treatment , but to have a detrimental effect a mortality when compared may hypertonic beneficial .	@DRUG$ therapy for raised ICP may have a beneficial effect on mortality when compared to @DRUG$ treatment but may have a on mortality when compared to hypertonic saline .	@DRUG$ therapy may be more beneficial than @DRUG$ treatment when it comes to reducing mortality rates, but it may be less beneficial than hypertonic saline.	0
1	Based on the findings from clinical trials and field data from free-ranging elk immobilizations, we recommend low-dose BAM (2 mL dose; equivalent to 46 mg butorphanol, 30 mg @DRUG$, and 18 mg medetomidine) and supplemental oxygen for adult elk; immobilization should be antagonized using 3-5 mg atipamezole/mg @DRUG$ and 2 mg/kg tolazoline, with tolazoline injected about 5-10 min before atipamezole to smooth out recovery.	Based on the findings from clinical trials and field datum from free-ranging elk immobilizations , we recommend low-dose BAM ( 2 ml dose ; equivalent to 46 mg butorphanol , 30 mg @DRUG$ , and eighteen mg medetomidine ) and supplementary oxygen for adult elk ; immobilisation should be antagonized using ternary - 5 mg atipamezole / mg @DRUG$ and 2 mg / kg tolazoline , with tolazoline injected about 5 - 10 hokkianese before atipamezole to smooth out retrieval .	trials immobilization the findings from clinical ( and field data from free-ranging elk immobilizations , we recommend low-dose BAM Based 2 on dose ; equivalent to 46 mg butorphanol , 30 mg @DRUG$ out and 18 mg medetomidine ) elk supplemental oxygen for adult and ; mL should be antagonized using 3 - 5 mg atipamezole min mg @DRUG$ and 2 mg / kg tolazoline , with before injected about 5 - 10 / tolazoline atipamezole to smooth , recovery .	Based on the findings from clinical trials and field data from free-ranging immobilizations , we recommend low-dose BAM 2 mL dose ; equivalent to 46 mg butorphanol , 30 mg @DRUG$ , and 18 mg medetomidine ) and supplemental oxygen for adult ; immobilization be antagonized using 3 - mg atipamezole / mg @DRUG$ and 2 mg / kg tolazoline , with tolazoline injected about 5 - 10 min before atipamezole to out recovery .	Low doses of BAM (2 mL dose; equivalent to 46 mg butorphanol, 30 mg @DRUG$, and 18 mg medetomidine) should be used when immobilizing adult elk, and supplemental oxygen should be given. The immobilization should be reversed using 3-5 mg	1
0	After eight weeks, 41 percent of the patients receiving placebo were symptom-free or had marked improvement, as compared with 57 percent, 59 percent, and 64 percent receiving @DRUG$ at a dose of 50, 100, or 200 @DRUG$ three times daily, respectively (P<0.05 for all comparisons between placebo and itopride).	later eighter weeks , 41 percent of the patients receiving placebo were symptom-free or had differentiate improvement , as compared with 57 percent , 59 percent , and  percent receiving @DRUG$ at a dose of 50 , hundred , or 200 @DRUG$ ternary times daily , respectively ( P< 0.05 for all comparisons between placebo and itopride ) .	After eight weeks , 41 at of the daily receiving placebo were symptom-free or had marked 50 , as compared with 57 percent , 59 percent , and 64 percent receiving @DRUG$ percent a dose of three , 100 , or 200 @DRUG$ patients times improvement , respectively ( P< 0.05 for all itopride between placebo and comparisons ) .	After eight weeks , percent of the patients receiving placebo were symptom-free or had marked improvement , as compared with 57 percent , 59 percent , and 64 percent receiving @DRUG$ at a dose of 50 , 100 , or 200 @DRUG$ three times daily , respectively ( P< 0.05 for all comparisons between placebo and itopride ) .	After eight weeks, the percentage of patients symptom-free or with marked improvement was higher for those receiving @DRUG$ at a dose of 50, 100, or 200 @DRUG$ three times daily, than for those receiving placebo.	0
0	In addition, a compound apparently identical to the sLOX-derived 7,17(S)-diH(@DRUG$)@DRUG$ was produced by another enzyme, potato tuber LOX, in the reactions of oxygenation of either 17(S)-HPDHA or 17(S)-HDHA.	In add on , a compound apparently superposable to the sLOX - derived 7,17 ( S ) - diH ( @DRUG$ ) @DRUG$ was bring on by another enzyme , potato genus tuber LOX , in the reactions of oxygenation of either xvii ( S ) - HPDHA or xvii ( S ) - HDHA .	In HDHA , a compound apparently identical sLOX the to ) derived 7,17 ( S ) - diH ( @DRUG$ - @DRUG$ was produced by another enzyme , potato tuber LOX S in ) reactions of oxygenation of either 17 ( S ) - HPDHA or 17 ( , the - addition .	In addition , a compound apparently identical to the sLOX - derived 7,17 ( S ) - diH ( @DRUG$ ) @DRUG$ was produced by another enzyme , potato tuber LOX , in the reactions of oxygenation of either - HPDHA or 17 ( S HDHA .	A compound apparently identical to the sLOX-derived 7,17(S)-diH(@DRUG$) was produced by another enzyme, potato tuber LOX, in the reactions of oxygenation of either 17(S)-HPDHA or 17(S)-HDHA.	1
0	Atazanavir, formerly known as BMS-232632, can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with @DRUG$ as atazanavir/ritonavir 300/100 mg q.@DRUG$. for therapy-experienced patients.	Atazanavir , formerly make love as BMS - 232632 , can be drug either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy or aggregate with @DRUG$ as atazanavir / ritonavir 300/100 mg q.@DRUG$ . for therapy - have patients .	Atazanavir , formerly known with first- - 232632 , can as dosed either at 400 mg q.d. without a pharmacoenhancer as BMS line HIV therapy or combined be @DRUG$ . atazanavir / ritonavir 300/100 mg q.@DRUG$ as for therapy - experienced patients .	Atazanavir , formerly known as BMS - , can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV or combined with @DRUG$ as atazanavir / ritonavir 300/100 mg q.@DRUG$ . for therapy - experienced patients .	Atazanavir can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy or combined with @DRUG$ as atazanavir / ritonavir 300/100 mg q.@DRUG$ for therapy - experienced patients	0
0	@DRUG$ is a @DRUG$-soluble vitamin associated with the other B vitamins.	@DRUG$ is a @DRUG$ - soluble vitamin associated with the other atomic number  vitamins .	@DRUG$ is a @DRUG$ - soluble vitamin associated with other the B vitamins .	@DRUG$ is a @DRUG$ - soluble vitamin associated with the other B vitamins .	@DRUG$ is a soluble vitamin that is associated with the other B vitamins .	1
0	@DRUG$ and @DRUG$ are two replication-competent, multimutant oncolytic herpes simplex viruses evaluated in the current studies for their anticancer effects in the treatment of gastric cancer.	@DRUG$ and @DRUG$ are two replication -competent , multimutant oncolytic herpes simplex viruses evaluated in the current learn for their antineoplastic effects in the treatment of gastric cancer .	@DRUG$ and @DRUG$ are effects replication -competent , multimutant oncolytic herpes simplex viruses evaluated in the studies current for their anticancer two in the treatment of gastric cancer .	@DRUG$ and @DRUG$ are two replication -competent , multimutant oncolytic simplex viruses in the current studies for their anticancer effects the treatment of gastric cancer .	These two viruses are very similar, but @DRUG$ has been modified to be even more effective against cancer cells. Both viruses can replicate and kill cancer cells, but DRUGA is a bit better at it.	1
0	The results strongly implicate SULT1A1 @DRUG$ the major enzyme responsible for hepatic @DRUG$ metabolism.	The results powerfully implicate SULT1A1 @DRUG$ the major enzyme responsible for hepatic @DRUG$ metabolism .	The results strongly implicate for @DRUG$ the major enzyme responsible SULT1A1 hepatic @DRUG$ metabolism .	The results strongly implicate @DRUG$ the major enzyme responsible for hepatic @DRUG$ metabolism .	The major enzyme responsible for hepatic @DRUG$ metabolism is SULT1A1 @DRUG$.	0
0	In addition to D-serine, ATB(0,+) transports D-alanine, D-@DRUG$, D-@DRUG$, and D-tryptophan.	In plus to D-serine , ATB ( 0 , + ) transport D-alanine , D- @DRUG$ , D- @DRUG$ , and D-tryptophan .	In addition to D-serine D-tryptophan , ( 0 , + ) transports D-alanine , D- @DRUG$ , D- @DRUG$ , and ATB .	In to D-serine , ATB ( 0 , + ) transports D-alanine , D- @DRUG$ , D- @DRUG$ , and D-tryptophan .	D-serine is necessary for the transport of D-alanine, D-@DRUG$, D-@DRUG$, and D-tryptophan.	0
0	After the initial biopsy, subjects ingested 20 g x d(-1) of creatine monohydrate, 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose, or 20 g x d(-1) of @DRUG$ monohydrate + 100 g x @DRUG$(-1) of sucrose + 1000 mg x d(-1) of alpha-lipoic acid for 5 days.	subsequently the initial biopsy , subjects ingested 20 g ecstasy vitamin d ( -  ) of creatin monohydrate , 20 g ecstasy vitamin d ( -  ) of creatin monohydrate + one hundred g ecstasy vitamin d ( -  ) of saccharose , or 20 g ecstasy vitamin d ( -  ) of @DRUG$ monohydrate + one hundred g ecstasy @DRUG$ ( -  ) of saccharose + 1000 atomic number  ecstasy vitamin d ( -  ) of alpha-lipoic acid for 5 days .	After the initial of , subjects ingested ) g x , ( - 1 - of creatine monohydrate d 20 g x biopsy ( 1000 1 ) of creatine monohydrate + ) g x d ( - 1 20 g sucrose , or 20 d x d ( - 1 100 of @DRUG$ monohydrate + 100 g x @DRUG$ ( - 1 ) of sucrose + ) mg x d ( - 1 ) of alpha-lipoic acid for 5 days .	After the initial biopsy , ingested 20 g x d ( - 1 ) of creatine monohydrate , 20 g x d ( 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of , or g x d ( - 1 ) of @DRUG$ monohydrate + 100 g x @DRUG$ ( - 1 ) + 1000 mg x d ( - 1 ) of alpha-lipoic acid for 5 days .	Subjects who ingested @DRUG$ monohydrate + 100 g x @DRUG$ ( - 1 ) of sucrose + 1000 mg x d ( - 1 ) of alpha-lipoic acid for 5 days had a significantly greater increase in muscle creatine content than those who ingested creatine monohydrate + 100	0
0	Xylitol is taken up and accumulated as non-metabolizable, toxic @DRUG$ phosphate via a constitutive @DRUG$ PTS, and selects, during in vitro growth at the expense of glucose, for natural xylitol-resistant mutants that lack constitutive fructose PTS activity.	Xylitol is taken up and accumulated as non-metabolizable , toxic @DRUG$ phosphate via a constitutional @DRUG$ PTS , and select , during in vitro growth at the expense of glucose , for natural xylitol - insubordinate mutation that lack constitutional fructose PTS activity .	Xylitol is taken up the accumulated as non-metabolizable , toxic @DRUG$ phosphate via a constitutive @DRUG$ PTS , and selects , during in vitro growth expense and at of glucose , for resistant xylitol natural - mutants that lack constitutive fructose PTS activity .	Xylitol is taken up and accumulated as non-metabolizable , toxic @DRUG$ phosphate via a constitutive @DRUG$ PTS , and , during in vitro growth at the expense of glucose for natural xylitol - resistant mutants that lack constitutive fructose PTS activity	Xylitol is taken up and accumulated as non-metabolizable , toxic @DRUG$ phosphate via a constitutive @DRUG$ PTS , and selects , during in vitro growth at the expense of glucose , for natural xylitol - resistant mutants that lack constitutive fructose PTS activity .	0
0	The ampicillin prodrugs bacampicillin, @DRUG$, and talampicillin, the mecillinam prodrug pivmecillinam and the @DRUG$ prodrug sulbactam pivoxil all have a greatly improved oral availability compared to the parent drug.	The principen prodrugs bacampicillin , @DRUG$ , and talampicillin , the mecillinam prodrug pivmecillinam and the @DRUG$ prodrug sulbactam pivoxil all have a greatly meliorate oral availability equate to the parent drug .	The improved prodrugs bacampicillin , @DRUG$ the talampicillin and , the mecillinam prodrug pivmecillinam and the @DRUG$ prodrug sulbactam pivoxil all have a greatly ampicillin oral availability compared to , parent drug .	The ampicillin prodrugs bacampicillin , @DRUG$ , and talampicillin , the mecillinam prodrug pivmecillinam and the @DRUG$ prodrug sulbactam pivoxil have a greatly oral compared to the parent drug .	The prodrugs of ampicillin (bacampicillin, @DRUG$, and talampicillin) have a much better oral availability than the parent drug.	1
1	The xenobiotics reviewed in depth include buprenorphine, @DRUG$, kratom, loperamide, and methadone, with additional information provided on @DRUG$, akuamma seeds, kava, and gabapentin.	The xenobiotics go over in depth include buprenorphine , @DRUG$ , kratom , loperamide , and methadone , with extra information provided on @DRUG$ , akuamma seeds , kavakava , and gabapentin .	, , reviewed in depth include buprenorphine , @DRUG$ , kratom , loperamide , and methadone , kava additional information provided on @DRUG$ The akuamma seeds , with xenobiotics and gabapentin .	The xenobiotics reviewed in depth include buprenorphine , @DRUG$ , kratom , loperamide and , with additional information provided on @DRUG$ , akuamma seeds , kava , and gabapentin .	The xenobiotics reviewed in depth include buprenorphine and methadone, with additional information provided on @DRUG$, akuamma seeds, kava, and gabapentin.	1
0	These compounds fall into six categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine); nucleotide reverse transcriptase inhibitors (NtRTIs: tenofovir); non-nucleoside reverse transcriptase inhibitors (NNRTIs: nevirapine, delavirdine, efavirenz and etravirine); protease inhibitors (PIs: saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, @DRUG$, tipranavir and @DRUG$); cell entry inhibitors [fusion inhibitors (FIs: enfuvirtide) and co-receptor inhibitors (CRIs: maraviroc)]; and integrase inhibitors (INIs: raltegravir).	These combine fall into sixer categories : nucleoside reverse transcriptase inhibitor ( nucleoside reverse transcriptase inhibitor : zidovudine , didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ) ; base reverse transcriptase inhibitor ( NtRTIs : tenofovir ) ; non-nucleoside reverse transcriptase inhibitor ( NNRTIs : viramune , delavirdine , efavirenz and etravirine ) ; protease inhibitor ( shamus : saquinavir , norvir , indinavir , viracept , amprenavir , lopinavir , atazanavir , @DRUG$ , tipranavir and @DRUG$ ) ; cadre first appearance inhibitor [ fusion inhibitor ( FIs : enfuvirtide ) and co-receptor inhibitor ( CRIs : maraviroc ) ] ; and integrase inhibitor ( INIs : raltegravir ) .	These compounds fall into six categories : nucleoside reverse : inhibitors ( NRTIs : zidovudine ; , , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ) ] nucleotide reverse transcriptase inhibitors ( NtRTIs : CRIs ) ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs transcriptase nevirapine , delavirdine , raltegravir and etravirine ) ; protease inhibitors ( PIs : saquinavir , ritonavir , indinavir ) nelfinavir , amprenavir , lopinavir didanosine atazanavir , @DRUG$ , tipranavir ; @DRUG$ ) and cell entry inhibitors efavirenz fusion inhibitors ( FIs : enfuvirtide , and co-receptor inhibitors ( and : maraviroc ) tenofovir ; , integrase inhibitors ( INIs : [ ) .	compounds fall into categories : nucleoside transcriptase inhibitors ( NRTIs : didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ) ; nucleotide reverse transcriptase inhibitors ( NtRTIs : tenofovir ) ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs : nevirapine , delavirdine , efavirenz and etravirine protease inhibitors ( PIs : saquinavir , ritonavir , indinavir , nelfinavir , amprenavir , , atazanavir , @DRUG$ , tipranavir and @DRUG$ ) ; cell entry inhibitors [ fusion inhibitors ( FIs : enfuvirtide ) and co-receptor inhibitors ( : maraviroc ) ] ; and integrase inhibitors ( INIs : ) .	@DRUG$ is a type of protease inhibitor, while @DRUG$ is a type of integrase inhibitor.	0
1	METHODS: We investigated the interaction of [(3)H](+/-, RS)- (+, S)- and (-, R)-MDMA with the human SERT, @DRUG$ (DA) transporter (DAT), and @DRUG$ (NE) transporter (NET) in stably transfected human embryo kidney (HEK)-293 cells.	METHODS : We investigated the interaction of [ ( 3 ) H ] ( +/- , universal gas constant ) - ( + , S ) - and ( - , R ) -MDMA with the homo SERT , @DRUG$ ( DA ) transporter ( dat ) , and @DRUG$ ( ne ) transporter ( profits ) in stably transfected homo conceptus kidney ( HEK ) - 293 cells .	METHODS : +/- investigated the interaction ( [ ( DA ) H ] DAT We , RS ) - ( + , S ) - and ( - , R ) transfected with the human SERT , @DRUG$ ( 3 ) transporter ( of ) , and @DRUG$ ( NE ) transporter embryo NET ) in stably -MDMA human ( kidney ( HEK ) - 293 cells .	METHODS : We investigated interaction of [ ( 3 ) ] ( +/- , RS - ( + , S ) - and ( - , R ) -MDMA with the human SERT , @DRUG$ ( DA ) transporter ( DAT ) , and @DRUG$ ( NE ) transporter ( ) in stably transfected human embryo kidney ( HEK ) 293 cells .	We investigated the interaction of [ ( 3 ) H ] ( +/- , RS ) - ( + , S ) - and ( - , R ) -MDMA with the human SERT , @DRUG$ ( DA ) transporter ( DAT ) , and @DRUG$ ( NE ) transporter ( NET	0
0	To investigate the contribution of genetic polymorphisms of SLCO1B1 and ABCG2 to the pharmacokinetics of a dual substrate, @DRUG$, 2 @DRUG$ of pitavastatin was administered to 38 healthy volunteers and pharmacokinetic parameters were compared among the following groups: 421C/C(*)1b/(*)1b (group 1), 421C/C(*)1b/(*)15 (group 2), 421C/C(*)15/(*)15 and 421C/A(*)15/(*)15 (group 3), 421C/A(*)1b/(*)1b (group 4), 421A/A(*)1b/(*)1b (group 5), and 421C/A(*)1b/(*)15 (group 6).	To look into the donation of genetic polymorphism of SLCO1B1 and ABCG2 to the pharmacokinetics of a duple substrate , @DRUG$ , ii @DRUG$ of pitavastatin was administered to  respectable volunteers and pharmacokinetic parameter were equate among the following groups : 421C /C(*) 1b/(*) ace b ( group ace ) , 421C / C (*) 1b/(*) 15 ( group ii ) , 421C / C (*) 15 / (*) 15 and 421C / A ( * ) 15 / ( *) 15 ( group triplet ) , 421C / A ( * ) 1b/ (*) ace b ( group four ) , 421A / A ( * ) 1b / ( * ) ace b ( group 5 ) , and 421C / A ( * ) 1b/ (*) 15 ( group six ) .	To investigate the contribution of genetic polymorphisms of SLCO1B1 and ABCG2 to the pharmacokinetics of a dual substrate among @DRUG$ , 2 @DRUG$ 1 pitavastatin was administered 421C 38 healthy volunteers and pharmacokinetic parameters (*) compared , 1 following groups : 421C /C(*) 1b/(*) 1 b ( 421A 1 ) , 421C / C were 1b/(*) 15 ( group 2 ) , 421C / C group 15 / (*) 15 and ) / A ( * ) 15 / ( *) 15 ( group 3 ) 421C 421C / A ( * ) 1b/ (*) the b ( (*) 4 ) ( group / A ( * ) 1b / ( * ) of b ( group 5 ) , and to 15 A ( * ) 1b/ (*) / 6 group , , .	To investigate the contribution of genetic polymorphisms of SLCO1B1 and ABCG2 to the pharmacokinetics of a dual substrate , @DRUG$ , 2 @DRUG$ pitavastatin was administered to 38 healthy volunteers and pharmacokinetic parameters were compared the following groups : 421C /C(*) 1b/(*) 1 b ( group 1 ) , 421C / C (*) 1b/(*) 15 group 2 ) , / C (*) 15 / 15 and 421C / A ( ) 15 / ( 15 ( group 3 ) , 421C / ( * ) 1b/ (*) b ( 4 , 421A / A * ) 1b / * 1 b ( group 5 , and 421C / A * ) 1b/ (*) 15 ( group 6 ) .	Group 1 had two copies of the 421C allele of SLCO1B1 and one copy of the ABCG2 allele. Group 2 had two copies of the 421C allele of SLCO1B1 and two copies of the ABCG2 allele. Group 3 had one copy of	1
0	Several FLT3 inhibitors have been used in clinical trials, and these include @DRUG$, sorafenib, @DRUG$, crenolanib, and gilteritinib.	Several FLT3 inhibitor have been practice in clinical trials , and these include @DRUG$ , sorafenib , @DRUG$ , crenolanib , and gilteritinib .	in FLT3 inhibitors have been used Several clinical trials , and and include @DRUG$ , sorafenib , @DRUG$ , crenolanib , these gilteritinib .	Several FLT3 inhibitors have been used in trials , and these include @DRUG$ , sorafenib , @DRUG$ , crenolanib , gilteritinib .	Several FLT3 inhibitors have been used in clinical trials, and these include @DRUG$, sorafenib, @DRUG$, crenolanib, and gilteritinib.	0
0	Disposition of penicillin G after administration of benzathine penicillin G, or a combination of benzathine penicillin G and @DRUG$ @DRUG$ in cattle.	temperament of penicillin G after administration of benzathine penicillin G , or a combination of benzathine penicillin G and @DRUG$ @DRUG$ in bos taurus .	Disposition of penicillin , after administration of benzathine penicillin G G and a combination of benzathine penicillin G or @DRUG$ @DRUG$ in cattle .	Disposition of penicillin G after of benzathine penicillin , or a combination of benzathine penicillin G and @DRUG$ @DRUG$ in cattle .	The disposition of penicillin G after administration of benzathine penicillin G , or a combination of benzathine penicillin G and @DRUG$ @DRUG$ in cattle .	0
0	DATA SOURCES: Data were obtained via the MEDLINE database in an English-language search spanning the period 1965 to May 2002 and using the search terms bupropion, bupropion SR, and antidepressants, @DRUG$ well as from the manufacturer's @DRUG$ databases.	DATA rootage : Data were obtained via the medline database in an English - language search spanning the period 1965 to May 2002 and using the search terms bupropion , bupropion sr , and antidepressants , @DRUG$ well as from the manufacturing business 's @DRUG$ databases .	DATA SOURCES : Data were obtained via the MEDLINE from well an English - language to spanning the period 1965 search May 2002 and terms the search using bupropion , bupropion SR , and antidepressants , @DRUG$ in as database the manufacturer 's @DRUG$ databases .	DATA SOURCES : Data were obtained via MEDLINE database in an English - language search spanning the period 1965 to May 2002 and using the search terms bupropion , bupropion SR , and antidepressants , @DRUG$ well as from the manufacturer 's @DRUG$ databases .	The relationship between @DRUG$ and @DRUG$ is that DRUGA is an antidepressant, while DRUGB is a type of antidepressant.	0
0	Dogs (n = 10) and humans with psoriasis (n = 21) orally administered L-AMT and L /D-@DRUG$ at the same @DRUG$-enantiomer dose resulted in stereoselective absorption (absent D-enantiomer in plasma), bioequivalent L-enantiomer pharmacokinetics, and equivalent safety.	Dogs ( northward = x ) and humans with psoriasis ( northward = 21 ) orally allot L-AMT and L /D-@DRUG$ at the same @DRUG$ - enantiomer dose resulted in stereoselective absorption ( absent D-enantiomer in plasma ) , bioequivalent L-enantiomer pharmacokinetics , and equivalent weight safety .	absent ( n = 10 ) and humans with psoriasis and n = 21 ) L-AMT administered orally and bioequivalent /D-@DRUG$ at the same @DRUG$ - enantiomer dose resulted in stereoselective absorption ( Dogs D-enantiomer in plasma ) , L L-enantiomer pharmacokinetics , ( equivalent safety .	Dogs ( n = 10 ) and humans with psoriasis ( n = 21 ) orally L-AMT and /D-@DRUG$ at the same @DRUG$ - enantiomer resulted in stereoselective absorption ( absent D-enantiomer plasma ) bioequivalent L-enantiomer pharmacokinetics , and equivalent safety .	Dogs and humans with psoriasis orally administered L-AMT and L/D-@DRUG$ at the same @DRUG$-enantiomer dose resulted in stereoselective absorption (absent D-enantiomer in plasma), bioequivalent L-enantiomer pharmac	0
1	These include anti-amyloid antibodies, active immunisation, selective secretase inhibitors and modulators, microtubule stabilisers (e.g., paclitaxel), R-@DRUG$, xaliproden, ONO-2506, FK962 (somatostatin releaser), SGS 742 (GABA(B) antagonist), TCH 346 (apoptosis inhibitor), Alzhemedtrade mark, phophodiesterase inhibitors, @DRUG$, leuprolide, interferons, metal-protein attenuating compounds (e.g., PBT2), CX717, rasagaline, huperzine A, antioxidants and memantine.	These let in anti-amyloid antibodies , combat ready immunization , selective secretase inhibitor and modulators , microtubule stabilisers ( for instance , paclitaxel ) , R- @DRUG$ , xaliproden , ONO - 2506 , FK962 ( somatostatin releaser ) , SGS 742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade cross , phophodiesterase inhibitor , @DRUG$ , leuprolide , interferons , metal - protein attenuating heighten ( for instance , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidant and memantine .	ONO include anti-amyloid antibodies , active immunisation selective interferons secretase inhibitors and modulators , microtubule , ( e.g. , paclitaxel ) , R- @DRUG$ , xaliproden , These - antagonist , FK962 ( inhibitors releaser ) , SGS 742 ( GABA ( somatostatin ) 2506 ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark , phophodiesterase , , @DRUG$ , leuprolide , , , metal - protein attenuating compounds ( e.g. B PBT2 ) , CX717 , rasagaline , huperzine A stabilisers antioxidants and memantine .	These include anti-amyloid antibodies , immunisation , selective secretase inhibitors and modulators , microtubule stabilisers ( e.g. , paclitaxel ) , R- @DRUG$ , , - 2506 , FK962 somatostatin ) , SGS 742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor , Alzhemedtrade mark , phophodiesterase inhibitors , @DRUG$ , leuprolide , metal - attenuating compounds ( e.g. , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidants and memantine .	@DRUG$ is a drug that is used to treat @DRUG$, which is a disease.	0
0	Nicotinamide @DRUG$ dinucleotide (@DRUG$(+)) is both a coenzyme for hydride-transfer enzymes and a substrate for NAD(+)-consuming enzymes, which include ADP-ribose transferases, poly(ADP-ribose) polymerases, cADP-ribose synthases and sirtuins.	Nicotinamide @DRUG$ dinucleotide ( @DRUG$ ( + ) ) is both a coenzyme for hydride - transfer enzyme and a substratum for NAD ( + ) - consume enzyme , which let in automatic data processing - ribose transferases , poly ( automatic data processing - ribose ) polymerases , cADP - ribose synthases and sirtuins .	Nicotinamide @DRUG$ dinucleotide ( @DRUG$ ( + ) synthases is both a coenzyme hydride for - transfer enzymes and a substrate for NAD ( + enzymes - consuming , , which include ADP - sirtuins transferases , poly ( ADP - ribose ) polymerases ) cADP - ribose ) and ribose .	Nicotinamide @DRUG$ dinucleotide ( @DRUG$ ( + ) ) is both a coenzyme for hydride - transfer enzymes and a for NAD ( ) - consuming enzymes , which include - ribose transferases , poly ( ADP - ribose ) polymerases cADP - ribose synthases and sirtuins .	Nicotinamide @DRUG$ dinucleotide ( @DRUG$ ( + ) ) is both a coenzyme for hydride - transfer enzymes and a substrate for NAD ( + ) - consuming enzymes . This means that DRUGA is necessary for the functioning of hydride - transfer enzymes	0
1	Pharmacokinetic interactions of oral @DRUG$ maleate 10 mg, with food (3566 kJ), single oral doses of prazosin 1 mg and @DRUG$ 25 mg, and with a 1 week pretreatment with phenobarbitone 100 mg daily were examined in a randomized crossover study in 12 healthy volunteers.	Pharmacokinetic interactions of oral exam @DRUG$ maleate 10 mg , with nutrient ( 3566 kJ ) , single oral exam doses of prazosin 1 mg and @DRUG$ 25 mg , and with a 1 week pretreatment with phenobarbitone one c mg day by day were examined in a randomized crossover study in 12 healthy unpaid worker .	Pharmacokinetic interactions of in @DRUG$ maleate 10 mg , with a ( 3566 in ) , single oral doses of prazosin 1 mg and @DRUG$ 25 mg , and with a crossover with pretreatment week phenobarbitone 100 mg daily were examined kJ food randomized 1 study oral 12 healthy volunteers .	Pharmacokinetic interactions of oral @DRUG$ maleate 10 mg , with food ( 3566 kJ ) , single oral doses of prazosin 1 mg and @DRUG$ 25 mg , and with a 1 week pretreatment with phenobarbitone 100 mg daily were examined in a randomized crossover study in healthy .	The pharmacokinetics of @DRUG$ were not affected by food, prazosin, or phenobarbitone pretreatment.	1
0	Then, the exposure of animals to @DRUG$ in comparison with @DRUG$ was significantly shorter.	Then , the exposure of animals to @DRUG$ in comparison with @DRUG$ was importantly shorter .	Then to the exposure of animals , @DRUG$ in comparison with @DRUG$ was significantly shorter .	Then , the exposure of animals @DRUG$ in comparison with @DRUG$ was significantly shorter .	The exposure of animals to @DRUG$ was significantly shorter than the exposure to @DRUG$.	0
0	Furthermore, the receptor specificity of many of these agents has been focused such that terfenadine, astemizole, @DRUG$ and @DRUG$ are devoid of anticholinergic activity and exhibit little alpha-antagonistic or anti-serotonin activity of clinical relevance.	moreover , the sense organ specificity of many of these agents has been focused such that terfenadine , astemizole , @DRUG$ and @DRUG$ are destitute of anticholinergic activity and exhibit little alpha-antagonistic or anti-serotonin activity of clinical relevance .	Furthermore , the receptor activity many of of these agents has been focused such that terfenadine , astemizole , @DRUG$ of @DRUG$ are devoid of anticholinergic activity and exhibit little alpha-antagonistic or anti-serotonin specificity and clinical relevance .	, the receptor specificity of many of these has been such that terfenadine , astemizole , @DRUG$ and @DRUG$ are of anticholinergic activity and exhibit little alpha-antagonistic or anti-serotonin activity of clinical relevance .	These agents are specific to the receptor, and they do not have anticholinergic or alpha-antagonistic activity.	1
0	Oral medications comprise centrally acting agents, such @DRUG$ baclofen, clonidine, and tizanidine, as well as anticonvulsants such as benzodiazepines and @DRUG$ and peripherally acting dantrolene.	oral medications be centrally act agents , such @DRUG$ baclofen , clonidine , and tizanidine , as well as anticonvulsants such as benzodiazepines and @DRUG$ and peripherally act dantrolene .	Oral medications clonidine centrally acting agents , such @DRUG$ baclofen , comprise , and tizanidine , as well as anticonvulsants dantrolene such benzodiazepines and @DRUG$ and peripherally acting as .	Oral medications comprise acting agents , such @DRUG$ baclofen , , and tizanidine , as well anticonvulsants such as benzodiazepines and @DRUG$ and peripherally acting dantrolene .	Oral medications that act centrally (in the brain) include @DRUG$ (baclofen, clonidine, and tizanidine), as well as anticonvulsants such as benzodiazepines and @DRUG$ (dantrolene).	0
0	Trifluoroacetic acid and ammonium @DRUG$ were used @DRUG$ mobile phase additives.	Trifluoroacetic acid and ammonium @DRUG$ were used @DRUG$ peregrine phase additives .	Trifluoroacetic acid phase ammonium @DRUG$ were used @DRUG$ mobile and additives .	Trifluoroacetic acid and ammonium @DRUG$ were used @DRUG$ mobile phase additives .	The two substances were used as mobile phase additives in order to improve the separation of the compounds being analyzed.	1
0	The rhein-evoked increase in Isc was reduced by serosal addition of 50 mumol/l bumetanide, 1 mumol/l @DRUG$, 1 mumol/l atropine and 10 mumol/@DRUG$ piroxicam but not 100 mumol/l hexamethonium, 1 mumol/l ICS 205 930 or 10 mumol/l cimetidine.	The rhein- raise gain in Isc was reduced by serosal addition of 50 mumol / l bumetanide , 1 mumol / l @DRUG$ , 1 mumol / l atropine and tenner mumol / @DRUG$ piroxicam but not one hundred mumol / l hexamethonium , 1 mumol / l ICS 205 930 or tenner mumol / l tagamet .	The rhein- evoked increase in Isc was reduced l 1 addition of , mumol / l bumetanide hexamethonium 1 mumol / l @DRUG$ , 1 mumol / by atropine and 10 mumol / @DRUG$ piroxicam but not 100 mumol / l 50 , serosal mumol / l ICS 205 930 or 10 mumol / l cimetidine .	The rhein- evoked increase in Isc was reduced by serosal addition of mumol / l bumetanide , 1 mumol / l @DRUG$ , 1 mumol / l atropine and 10 mumol @DRUG$ piroxicam but not 100 mumol / l hexamethonium , 1 mumol l ICS 930 or 10 mumol / l cimetidine .	The rhein- evoked increase in Isc was reduced by serosal addition of 50 mumol / l bumetanide , 1 mumol / l @DRUG$ , 1 mumol / l atropine and 10 mumol / l @DRUG$ piroxicam but	0
1	AIM: @DRUG$ is an ergot-derived psychoactive drug that acts as a ligand for @DRUG$ and dopamine receptors.	AIM : @DRUG$ is an ergot-derived psychotropic drug that acts as a ligand for @DRUG$ and dopamine receptors .	AIM : @DRUG$ is an ergot-derived psychoactive drug and acts as a ligand for @DRUG$ that dopamine receptors .	@DRUG$ is an psychoactive drug that acts a ligand for @DRUG$ and dopamine receptors .	@DRUG$ is a drug that binds to @DRUG$ and dopamine receptors.	0
0	Rings were incubated with N(omega)-nitro-l-arginine methyl ester (l-NAME) and then exposed to increasing concentrations of @DRUG$, @DRUG$, or the calcium ionophore to trigger contractions.	Rings were incubated with N(omega ) - nitro-l- arginine methyl ester ( litre - NAME ) and then exposed to increase concentrations of @DRUG$ , @DRUG$ , or the calcium ionophore to initiation contractions .	Rings contractions incubated with N(omega ) - nitro-l- arginine methyl ionophore ( l ) NAME - and then exposed to increasing concentrations of @DRUG$ , @DRUG$ , or the calcium ester to trigger were .	Rings were incubated with - nitro-l- arginine methyl ( l - ) and then exposed to increasing concentrations of @DRUG$ , @DRUG$ , or the calcium ionophore to trigger .	Rings were incubated with N(omega ) - nitro-l- arginine methyl ester ( l - NAME ) and then exposed to increasing concentrations of @DRUG$ or @DRUG$ to trigger contractions .	0
0	Notably, atosiban leads to persistent ERK1/2 activation and p21(WAF1/CIP1) induction, the @DRUG$ signaling events leading to @DRUG$-mediated cell growth inhibition via a G(i) pathway.	Notably , atosiban leads to haunting ERK1/ 2 activation and p21 ( WAF1 / CIP1 ) induction , the @DRUG$ signalize events leading to @DRUG$ - mediated cell growth inhibition via a G ( i ) footpath .	Notably , atosiban leads to persistent ERK1/ 2 activation and - p21 WAF1 / CIP1 ) induction pathway the @DRUG$ signaling events leading to @DRUG$ ( mediated cell growth inhibition via a G ( i ) , .	Notably , atosiban leads to persistent ERK1/ 2 activation and p21 ( WAF1 / CIP1 ) induction , the @DRUG$ signaling events leading to @DRUG$ - mediated cell growth inhibition via a G ( pathway .	@DRUG$ leads to the activation of the ERK1/2 pathway and the induction of the p21 (WAF1/CIP1) gene, which leads to the inhibition of @DRUG$-mediated cell growth.	0
0	The emergence of mupirocin resistance in S. aureus highlights the need for a new topical antibiotic with the ability to inhibit high-level @DRUG$-resistant strains and other emerging phenotypes, such as @DRUG$-resistant and community-acquired methicillin-resistant isolates.	The growth of mupirocin resistance in S. aureus highlights the need for a new topical antibiotic with the ability to bottle up high- floor @DRUG$ - resistant strains and other come forth phenotypes , such as @DRUG$ - resistant and community - acquired methicillin-resistant isolates .	a emergence of mupirocin resistance - S. aureus ability the need for The new topical antibiotic with the in to inhibit high- level @DRUG$ - resistant strains and other emerging phenotypes , such as @DRUG$ - resistant and community highlights acquired methicillin-resistant isolates .	The emergence mupirocin resistance in S. aureus highlights the need a topical antibiotic with to inhibit high- level @DRUG$ - resistant strains and other emerging phenotypes , such as @DRUG$ - resistant and community - acquired methicillin-resistant isolates .	The emergence of mupirocin resistance in S. aureus highlights the need for a new topical antibiotic with the ability to inhibit high- level @DRUG$ - resistant strains and other emerging phenotypes , such as @DRUG$ - resistant and community - acquired methicillin-resistant isolates	0
0	At the data-cutoff @DRUG$ for the primary analysis, the estimated rate of progression-free survival at month 20 was 65.2% (95% confidence interval [CI], 50.0 to 76.8) in the @DRUG$-Dotatate group and 10.8% (95% CI, 3.5 to 23.0) in the control group.	At the data-cutoff @DRUG$ for the primary depth psychology , the count on order of progression - free endurance at month 20 was 65.2 % (  % confidence interval [ CI ] , 50.0 to 76.8 ) in the @DRUG$ - Dotatate group and 10.8 % (  % CI , 3.5 to 23.0 ) in the control group .	, the data-cutoff @DRUG$ for the primary analysis , ] rate estimated free progression - of survival at month 20 was 65.2 % ( 95 % confidence interval [ 76.8 the At 50.0 to CI ) in the @DRUG$ - Dotatate group and 10.8 % ( 95 % CI , 3.5 to 23.0 ) in the control group .	At the data-cutoff @DRUG$ for the primary analysis , the estimated rate of progression - free survival at month 20 was 65.2 % ( 95 % confidence interval [ CI ] , 50.0 to 76.8 ) in the @DRUG$ - Dotatate group and % ( 95 % CI , 3.5 to ) in the control group .	@DRUG$ was associated with a significantly improved rate of progression - free survival at month 20 compared with control .	1
0	In this study, two sensitive high-performance liquid chromatography-tandem mass spectrometry (HPLC-MS/MS) methods were developed and fully validated for the determination of the original 4-(butylamino)benzoic acid (method B) and total 4-(butylamino)benzoic acid (containing the original 4-(butylamino)@DRUG$ and 4-(butylamino)benzoic acid converted from @DRUG$ after collection, method A).	In this study , two sensitive high- performance liquidity chromatography - bicycle built for two mass spectroscopic analysis ( HPLC - MS / MS ) method acting were developed and to the full validated for the determination of the original 4 -( butylamino ) benzoic acid ( method vitamin b ) and total 4 -( butylamino ) benzoic acid ( containing the original 4 -( butylamino ) @DRUG$ and 4 -( butylamino ) benzoic acid converted from @DRUG$ after ingathering , method A ) .	In this study , two sensitive ) performance liquid chromatography - tandem and spectrometry ( HPLC - MS / MS ) methods were developed mass fully the for the total of validated original 4 -( butylamino ) method acid ( benzoic B benzoic and the 4 -( butylamino ) ) acid ( containing determination original 4 -( butylamino ) @DRUG$ and 4 -( butylamino high- benzoic acid converted from @DRUG$ after collection , method A ) .	In this study , two sensitive high- performance liquid chromatography - tandem mass spectrometry ( HPLC - MS / MS ) methods were developed and fully validated for the determination of the original 4 -( butylamino ) benzoic acid ( method B ) and total 4 butylamino ) benzoic acid original 4 -( butylamino ) @DRUG$ and 4 -( butylamino ) benzoic acid converted from @DRUG$ after collection , method A ) .	The two methods were developed to determine the original 4 -( butylamino ) benzoic acid ( method B ) and total 4 -( butylamino ) benzoic acid ( containing the original 4 -( butylamino ) @DRUG$ and 4 -( buty	1
1	Double-blind comparative trials indicate that the efficacy of aceclofenac is at least equivalent to that of @DRUG$ and similar to that of indomethacin and diclofenac in patients with rheumatoid arthritis, similar to that of diclofenac and piroxicam in patients with osteoarthritis of the knee and similar to that of @DRUG$, indomethacin and naproxen in patients with ankylosing spondylitis.	Double- blind relative trials show that the efficacy of aceclofenac is at to the lowest degree equivalent to that of @DRUG$ and similar to that of indomethacin and diclofenac in patients with rheumy arthritis , similar to that of diclofenac and piroxicam in patients with osteoarthritis of the human knee and similar to that of @DRUG$ , indomethacin and naprosyn in patients with ankylosing spondylitis .	Double- blind in with indicate that comparative efficacy of aceclofenac is at least equivalent to that of @DRUG$ and and to that of indomethacin naproxen diclofenac the patients with rheumatoid arthritis , similar to that of piroxicam and diclofenac in patients with osteoarthritis of the knee similar similar to that of @DRUG$ , indomethacin and and in patients trials ankylosing spondylitis .	Double- blind comparative indicate that the efficacy of aceclofenac is at least equivalent to that of @DRUG$ and similar to that indomethacin and diclofenac in patients with rheumatoid arthritis , similar to that diclofenac and piroxicam in patients with osteoarthritis of the knee and similar that of @DRUG$ , indomethacin and naproxen in patients with .	Double- blind comparative trials indicate that the efficacy of aceclofenac is at least equivalent to that of @DRUG$ and similar to that of indomethacin and diclofenac in patients with rheumatoid arthritis, similar to that of diclofen	1
0	RESULTS--Between 2 and 12 hours after administration, plasma contained < 10 @DRUG$ of MPA or @DRUG$/ml (parent drug or metabolite equivalent), as intermittently detected by ELISA.	issue -- Between ii and 12 hours after administration , plasma contained < 10 @DRUG$ of MPA or @DRUG$ / ml ( parent do drugs or metabolite equivalent ) , as intermittently detected by ELISA .	RESULTS or Between 2 drug 12 or after administration , plasma contained < 10 @DRUG$ of MPA -- @DRUG$ / ml ( parent and hours metabolite equivalent ) , as intermittently detected by ELISA .	RESULTS -- Between 2 and 12 hours after administration , plasma contained < 10 @DRUG$ of MPA or @DRUG$ / ( parent drug or metabolite equivalent ) , as intermittently detected by ELISA .	Between 2 and 12 hours after administration, plasma contained < 10 @DRUG$ of MPA or @DRUG$/ml (parent drug or metabolite equivalent), as intermittently detected by ELISA.	0
0	Treatment of newborn rats by s.c. injections of 50 mg kg-1 NVA or CAP seemed to cause a larger depletion of substance @DRUG$ and @DRUG$ in the sciatic nerve and the spinal cord than treatment of adult rats.	Treatment of newborn rats by s.c. injections of 50 atomic number  kg - unity NVA or CAP seemed to cause a larger depletion of substance @DRUG$ and @DRUG$ in the sciatic steel and the spinal cord than treatment of grownup rats .	Treatment of newborn rats by 1 injections of 50 mg of - s.c. NVA sciatic CAP seemed to cause a larger cord of substance @DRUG$ and @DRUG$ in the or nerve and the spinal depletion than treatment kg adult rats .	Treatment of newborn rats by s.c. injections of 50 mg kg - 1 NVA or CAP seemed to cause a depletion of substance @DRUG$ and @DRUG$ in the sciatic nerve and cord than treatment of adult rats	The depletion of @DRUG$ and @DRUG$ was greater in newborn rats than in adult rats.	0
0	Talampanel (6 x 10 @DRUG$/kg i.p. given on the day of stroke) improved the motor coordination in rotarod (@DRUG$ < 0.01) and beam walking (p < 0.01) tests, reduced the number of stroke-induced rotations (p < 0.05), shortened the reflex time on the forelimb contralateral to brain ischemia and improved the survival rate comparing with vehicle treated control.	Talampanel ( captain hicks x 10 @DRUG$ / kg i.p. fall in on the day of stroke ) improved the motive coordination in rotarod ( @DRUG$ < 0.01 ) and air walking ( atomic number  < 0.01 ) tests , reduced the identification number of stroke-induced rotations ( atomic number  < 0.05 ) , shortened the reflex time on the forelimb contralateral to brain ischemia and improved the survival rate comparing with vehicle plow control .	Talampanel ( 6 kg 10 @DRUG$ / of i.p. given on the day of stroke ) improved the motor coordination walking rotarod ( @DRUG$ < 0.01 ) and beam in the p < 0.01 ) tests , reduced the number ( stroke-induced rotations ( p < and ) , shortened the reflex time on x forelimb contralateral to brain ischemia 0.05 improved the rate survival comparing with vehicle treated control .	Talampanel ( 6 x 10 @DRUG$ / kg i.p. given on the day of stroke ) improved the motor coordination in rotarod ( @DRUG$ < 0.01 ) and walking ( p < 0.01 ) , reduced the number of stroke-induced rotations ( p < 0.05 ) , the reflex time the forelimb contralateral to brain ischemia improved the survival rate comparing with vehicle treated control .	Talampanel ( 6 x 10 @DRUG$ / kg i.p. given on the day of stroke ) improved the motor coordination in rotarod ( @DRUG$ < 0.01 ) and beam walking ( p < 0.01 ) tests , reduced the number of stroke-induced	0
0	The acute ingestion of more than 150 @DRUG$/kg or 6.5 g of @DRUG$ equivalent, whichever is less, warrants referral to an emergency department.	The acute ingestion of more than 150 @DRUG$ / kg or 6.5 g of @DRUG$ combining weight , whichever is less , sanction referral to an emergency department .	The acute ingestion of more than warrants @DRUG$ / kg or 6.5 g of @DRUG$ equivalent to whichever is less , 150 referral , an emergency department .	The acute ingestion more than 150 @DRUG$ / kg 6.5 g of @DRUG$ equivalent , whichever is less , warrants to an emergency department .	If you take more than 150 @DRUG$ / kg or 6.5 g of @DRUG$ equivalent, you should go to the emergency room.	0
0	Addition of PGBA at 10(-5) and 10(-4) @DRUG$ in the lumen resulted in a hyperpolarization of @DRUG$ in parallel with increases in transepithelial resistance (RT) and fractional apical membrane resistance (fRA).	Addition of PGBA at 10 ( - fin ) and 10 ( - 4 ) @DRUG$ in the lumen resulted in a hyperpolarization of @DRUG$ in duplicate with increases in transepithelial resistivity ( RT ) and fractional apical tissue layer resistivity ( fRA ) .	Addition of PGBA at - of 10 5 ) and 10 ( - 4 ) @DRUG$ in in lumen resulted fractional a hyperpolarization ( @DRUG$ in parallel with increases the transepithelial resistance ( RT ) and in apical membrane resistance ( fRA ) .	Addition of PGBA at 10 ( - 5 and 10 ( 4 ) @DRUG$ in the lumen resulted in a hyperpolarization of @DRUG$ in parallel with increases in transepithelial resistance ( ) and fractional membrane resistance ( fRA ) .	Adding PGBA (a drug) at 10 ( - 5 ) and 10 ( - 4 ) concentrations in the lumen (the space inside the intestine) resulted in a hyperpolarization (a decrease in electrical activity) of @DRUG$ (another drug) in parallel with increases in transe	1
0	In recent years, a variety of lipophilic analogues of the amino acids 23 and 24 have been developed, and one of these compounds, tiagabine (49) containing (@DRUG$)-@DRUG$ (24) as the GABA transport carrier-recognizing structure element, is now marketed as an antiepileptic agent.	In recent eld , a variety of lipophilic analogues of the amino acids  and 24 have been developed , and one of these compounds , tiagabine ( 49 ) containing ( @DRUG$ ) - @DRUG$ ( 24 ) as the GABA transport carrier - realize structure element , is now market as an antiepileptic broker .	years recent In , a tiagabine of lipophilic analogues of the amino acids 23 and 24 transport been developed , and one of these compounds , variety ( 49 ) containing GABA @DRUG$ ) - @DRUG$ ( 24 ) as the ( have carrier now recognizing structure element , is - marketed as an antiepileptic agent .	In recent years , a variety of analogues of the amino acids 23 and 24 have been and one of these compounds , tiagabine ( 49 ) containing ( @DRUG$ ) - @DRUG$ ( 24 ) as the transport carrier recognizing structure element , is now marketed as an antiepileptic agent .	A variety of lipophilic analogues of the amino acids 23 and 24 have been developed in recent years. One of these compounds, tiagabine (49) containing (@DRUG$) - @DRUG$ (24) as the GABA transport carrier - recognizing structure element, is now marketed	0
0	Ocaperidone also antagonized serotonin agonist (tryptamine, mescaline or 5-hydroxytryptophan)-induced behavioral effects (0.011-0.064 mg/kg) and was, thereby, equipotent with risperidone (0.014-0.056 mg/kg) and at least @DRUG$ potent as ritanserin (0.037-0.13 @DRUG$/kg).	Ocaperidone too antagonized  hydroxytryptamine agonist ( tryptamine , mescaline or 5 - hydroxytryptophan ) - induced behavioural effects ( 0.011-0.064 magnesium / kilo ) and was , thereby , equipotent with risperidone ( 0.014-0.056 magnesium / kilo ) and at least @DRUG$ potent as ritanserin ( 0.037-0.13 @DRUG$ / kilo ) .	Ocaperidone also antagonized serotonin agonist ) tryptamine , kg or 5 - hydroxytryptophan ) - induced behavioral effects ( 0.011-0.064 mg / equipotent ) and was , thereby , mescaline kg with ( 0.014-0.056 mg / kg ) and at least @DRUG$ potent as ritanserin ( 0.037-0.13 @DRUG$ / risperidone ( .	Ocaperidone also serotonin agonist ( tryptamine , mescaline 5 - hydroxytryptophan ) - behavioral effects ( 0.011-0.064 mg / kg ) and was , thereby , equipotent risperidone ( 0.014-0.056 mg / kg ) and at least @DRUG$ potent as ritanserin ( 0.037-0.13 @DRUG$ / kg ) .	Ocaperidone also antagonized serotonin agonist ( tryptamine, mescaline or 5-hydroxytryptophan) - induced behavioral effects (0.011-0.064 mg/kg) and was, thereby, equipotent with risperidone (0	1
0	Inhibition of lornoxicam 5'-hydroxylation by CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5'-hydroxylation (Ki = 0.31 mu mol center dot @DRUG$-1 as well as lornoxicam clearance (@DRUG$ = 0.33 mu mol center dot l-1), partial metabolic clearance (fm) = 0.95).	forbiddance of lornoxicam 5 '- hydroxylation by CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5 ' - hydroxylation ( Ki = 0.31 mu gram molecule center transportation @DRUG$ - one as well as lornoxicam clearance ( @DRUG$ = 0.33 mu gram molecule center transportation l - one ) , partial derivative metabolic clearance ( fm ) = 0.95 ) .	mol of lornoxicam 5 '- hydroxylation by CYP2C9 substrates and sulphaphenazole - and l inhibited lornoxicam 5 ' - hydroxylation ( 1 = 0.31 mu mol center dot @DRUG$ - 1 as well as lornoxicam clearance ( @DRUG$ = 0.33 mu Inhibition center competitively completely dot Ki ) , partial metabolic clearance ( fm ) = 0.95 ) .	Inhibition of 5 '- hydroxylation CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5 ' - hydroxylation ( Ki = mu mol center dot @DRUG$ - 1 as lornoxicam clearance ( @DRUG$ = 0.33 mu mol center dot l - 1 ) , metabolic clearance fm ) = 0.95 ) .	Inhibition of lornoxicam 5 '- hydroxylation by CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5 ' - hydroxylation ( Ki = 0.31 mu mol center dot @DRUG$ - 1 as	1
0	@DRUG$ and @DRUG$ have shown clinical efficacy in phase I/II trials in patients who had acquired resistance to first- or second-generation TKIs.	@DRUG$ and @DRUG$ have shown clinical efficacy in phase iodin /II trials in patients who had acquired opposition to first- or second-generation TKIs .	@DRUG$ and @DRUG$ have shown clinical efficacy in phase I /II trials who second-generation in had acquired resistance to first- or patients TKIs .	@DRUG$ and @DRUG$ shown clinical efficacy in phase I /II trials in patients who had acquired resistance to or second-generation TKIs .	@DRUG$ and @DRUG$ are both effective in treating patients who have become resistant to other drugs.	0
0	Droxicam also showed antipyretic activity in the rat, greater than that of @DRUG$, dipyrone and 4-aminoantipyrine, in the brewer's @DRUG$ and Salmonella typhi tests.	Droxicam also evince febrifuge activity in the fink , greater than that of @DRUG$ , dipyrone and 4 - aminoantipyrine , in the brewer 's @DRUG$ and Salmonella typhi tests .	Droxicam also showed antipyretic activity and the rat , greater than that of @DRUG$ , dipyrone Salmonella 4 - aminoantipyrine , in in brewer 's @DRUG$ the and typhi tests .	Droxicam also showed antipyretic activity in the rat , greater that of @DRUG$ , dipyrone and 4 - aminoantipyrine , in the brewer 's @DRUG$ and Salmonella typhi tests .	Droxicam showed greater antipyretic activity than dipyrone and 4 - aminoantipyrine in the brewer's @DRUG$ and Salmonella typhi tests.	1
0	After a single dose of ceftolozane alone, the ranges of mean values for half-life (2.48 to 2.64 h), the total clearance (4.35 to 6.01 liters/h), and the volume of distribution at steady state (11.0 to 14.1 liters) were consistent across dose levels and similar to those observed when @DRUG$ was coadministered with @DRUG$.	After a unity dose of ceftolozane alone , the vagabond of mean value for half - life ( 2.48 to 2.64 h ) , the totality headway ( 4.35 to 6.01 liters / h ) , and the volume of distribution at steady state ( 11.0 to 14.1 liters ) were consistent across dose stage and similar to those observed when @DRUG$ was coadministered with @DRUG$ .	After a single h of ceftolozane mean , across ranges of / values for half - life ( 2.48 h 2.64 11.0 ) , the total clearance ( 4.35 to 6.01 liters alone dose ) , and the volume of distribution at steady state ( to to 14.1 liters ) were consistent the dose levels and similar to those observed when @DRUG$ was coadministered with @DRUG$ .	After a single dose of the mean values for half - life 2.48 2.64 h ) , total clearance ( 4.35 liters / h ) , and the volume of distribution at steady state ( 11.0 to liters ) consistent across dose levels and similar to those observed when @DRUG$ was coadministered with @DRUG$ .	After a single dose of ceftolozane alone, the ranges of mean values for half-life (2.48 to 2.64 h), the total clearance (4.35 to 6.01 liters/h), and the volume of distribution at steady state (11.0 to	1
0	@DRUG$ is not very susceptible to peroxidation and appears to function in the skin as a quencher of singlet @DRUG$, protecting human skin surface from lipid peroxidation due to exposure to UV and other sources of ionizing radiation.	@DRUG$ is not very susceptible to peroxidation and appears to function in the bark as a quencher of singlet @DRUG$ , protect human being bark surface from lipid peroxidation ascribable to exposure to UV and other sources of ionizing radiation .	@DRUG$ is and very susceptible to peroxidation and appears to function in the skin as a quencher of singlet @DRUG$ , protecting from not lipid human surface peroxidation due to exposure to UV skin other sources of ionizing radiation .	@DRUG$ is not very susceptible to peroxidation and appears to function in the skin as a quencher of singlet @DRUG$ , protecting human skin surface from lipid due to exposure to UV and sources of .	@DRUG$ helps to protect human skin from lipid peroxidation due to exposure to UV and other sources of ionizing radiation by quenching singlet @DRUG$ .	0
0	Analytical results for the sample were as follows: melting point 240 degrees C (decomposition); UV spectrum indicates absorption maxima at 286 and 295 nm and the absorption ratio A286/A295 1.04; IR spectrum is @DRUG$ @DRUG$ that of the USP Reference Standard; no impurity was found by TLC, but a trace of one was found by HPLC analysis; the purity is assumed to be 99.95% by HPLC analysis; loss on drying 0.1%; assay by HPLC against USP Reference Standard 100.2%.	analytical results for the sample were as follows : run point 240 degrees C ( decomposition ) ; ultraviolet radiation spectrum signal absorption maxima at 286 and 295 nm and the absorption ratio A286 / A295 1.04 ; IR spectrum is @DRUG$ @DRUG$ that of the USP Reference criterion ; no impurity was receive by tlc , but a suggestion of ace was receive by HPLC analysis ; the purity is assumed to be 99.95 % by HPLC analysis ; loss on drying 0.1 % ; assay by HPLC against USP Reference criterion 100.2 % .	spectrum results for the sample degrees as follows : analysis point 240 were C ( decomposition ) ; % Analytical indicates absorption maxima at 286 and 295 nm and the absorption ratio A286 / A295 1.04 ; IR USP is @DRUG$ @DRUG$ that of the spectrum Reference found impurity no ; was found by TLC , but a trace of one was Standard by HPLC analysis ; the be is assumed to purity 99.95 UV by % melting ; loss on drying 0.1 % ; assay by HPLC against USP Reference Standard 100.2 HPLC .	results for the were follows : melting degrees C ( decomposition ) ; UV indicates maxima at 286 and 295 nm the absorption A286 / A295 1.04 ; IR is @DRUG$ @DRUG$ that of the USP Reference Standard ; impurity was found TLC , but a trace of one was found by HPLC analysis ; purity to be 99.95 % by HPLC analysis ; loss on drying 0.1 % ; assay by HPLC against Standard 100.2 % .	@DRUG$ is very similar to @DRUG$, with only a very small trace of impurity found. The purity is assumed to be 99.95% by HPLC analysis.	0
0	Preliminary results from the phase III InTIME-II study showed that @DRUG$ was as effective @DRUG$ alteplase in decreasing 30-day mortality.	prelude results from the phase III InTIME - II study showed that @DRUG$ was as effective @DRUG$ alteplase in decreasing 30 - day deathrate .	II results from the that III InTIME - Preliminary study showed phase @DRUG$ was as effective @DRUG$ alteplase in decreasing 30 - day mortality .	Preliminary from the phase III InTIME - II study showed that @DRUG$ was effective @DRUG$ alteplase in 30 - day mortality	Preliminary results from the phase III InTIME - II study showed that @DRUG$ was as effective as @DRUG$ alteplase in decreasing 30 - day mortality .	0
0	@DRUG$ inhibited carrageenan-induced paw oedema (ID50 0.40-0.48 mg/kg), LPS-induced fever (ID50 1.1 @DRUG$/kg) and Randall-Selitto pain (10 mg/kg).	@DRUG$ inhibited carrageenan- induced mitt oedema ( ID50 0.40-0.48 mg / kg ) , lp - induced fever ( ID50 1.1 @DRUG$ / kg ) and Randall - Selitto pain ( x mg / kg ) .	@DRUG$ inhibited carrageenan- ID50 paw oedema ( induced pain Selitto / kg ) , LPS - induced fever ( ID50 1.1 @DRUG$ / kg ) and Randall - mg 0.40-0.48 ( 10 mg / kg ) .	@DRUG$ inhibited carrageenan- induced paw oedema ( ID50 0.40-0.48 / kg ) , LPS - induced fever ( ID50 1.1 @DRUG$ / kg ) and Randall - Selitto pain ( 10 mg / kg ) .	@DRUG$ inhibited carrageenan- induced paw oedema ( at a dose of 0.40-0.48 mg / kg ), LPS - induced fever ( at a dose of 1.1 @DRUG$ / kg ) and Randall - Selitto pain ( at a dose of	0
0	The susceptibility of these filamentous fungi to luliconazole was almost equal to that to LCZ, and surpassed TBF and BFZ, although to a lesser extent; yeastlike fungi were also susceptible to @DRUG$ (@DRUG$, 0.125-4 microg/ml).	The susceptibility of these filamentous fungi to luliconazole was well nigh match to that to LCZ , and surpassed TBF and BFZ , although to a less extent ; yeastlike fungi were besides susceptible to @DRUG$ ( @DRUG$ , 0.125 - 4 microg / ml ) .	The susceptibility BFZ these filamentous fungi ml luliconazole was - equal to that to LCZ , and also TBF and of , although to a lesser extent ; yeastlike fungi were surpassed susceptible to @DRUG$ ( @DRUG$ , 0.125 almost 4 microg / to ) .	The susceptibility of these filamentous fungi to was almost to that to LCZ , and surpassed TBF and BFZ , although to a lesser extent yeastlike fungi were also susceptible to @DRUG$ @DRUG$ , 0.125 - 4 microg / ml ) .	The susceptibility of these filamentous fungi to luliconazole was almost equal to that to LCZ , and surpassed TBF and BFZ , although to a lesser extent ; yeastlike fungi were also susceptible to @DRUG$ ( @DRUG$ , 0.125 - 4 microg / ml	0
0	The purpose of this article is to review the current knowledge on the enzyme catechol-O-methyltransferase (COMT) and the role of COMT inhibitors in PD as a new therapeutic approach to PD involving conversion of @DRUG$ to @DRUG$ at the target region in the brain and facilitation of the continuous action of this amine at the receptor sites.	The purpose of this article is to review the current knowledge on the enzyme catechol - O-methyltransferase ( COMT ) and the role of COMT inhibitors in PD as a new therapeutical approach to PD involving conversion of @DRUG$ to @DRUG$ at the place region in the wit and facilitation of the continuous natural process of this aminoalkane at the sense organ sites .	The knowledge of this article is to review the current purpose on the enzyme catechol - and ( COMT ) to of role of COMT inhibitors in PD as a new the approach to PD involving conversion of @DRUG$ and @DRUG$ at the target region in the brain O-methyltransferase facilitation therapeutic the continuous action of this amine at the receptor sites .	The purpose of this article is to the current knowledge on enzyme - O-methyltransferase COMT ) and the role of COMT inhibitors in PD as a new therapeutic approach to PD involving conversion of @DRUG$ to @DRUG$ at the target region in the brain and facilitation of the continuous action of this amine the receptor .	COMT inhibitors may help to increase the amount of @DRUG$ that reaches the target region in the brain, where it can then act on receptor sites to provide relief from the symptoms of PD.	1
0	In conclusion, pharmacokinetic parameters and safety of ceftazidime, @DRUG$, and metronidazole were similar after single and multiple doses with no observed drug-drug interaction between @DRUG$ and avibactam, or ceftazidime-avibactam and metronidazole.	hoosier state conclusion , pharmacokinetic parameters and guard of ceftazidime , @DRUG$ , and metronidazole were similar after single and multiple doses with no watch drug-drug interaction between @DRUG$ and avibactam , or ceftazidime -avibactam and metronidazole .	after conclusion ceftazidime pharmacokinetic parameters and safety of ceftazidime , @DRUG$ , and metronidazole and similar In single were multiple doses with no observed drug-drug interaction between @DRUG$ and avibactam , or , -avibactam and metronidazole .	In conclusion , pharmacokinetic parameters and safety of ceftazidime , @DRUG$ , and metronidazole were similar after single and multiple doses with no observed interaction between @DRUG$ and avibactam , or ceftazidime -avibactam and metronidazole .	There was no observed drug-drug interaction between @DRUG$ and avibactam, or ceftazidime-avibactam and metronidazole.	1
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, @DRUG$, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, chlortetracycline, oxytetracycline and tetracycline), three antiprotozoal agents (@DRUG$, imidocarb and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	A drumhead follows of the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs : quintuplet anthelminthic agents ( eprinomectin , @DRUG$ , fenbendazole , oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , ethocaine benzylpenicillin , sarafloxacin , spectinomycin , aureomycin , oxytetracycline and achromycin ) , three antiprotozoal agents ( @DRUG$ , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone intensol ) , one production aid ( recombinant bovine somatotropins ) and one sedate broker ( azaperone ) .	A summary follows of the Committee , evaluations , toxicological and residue data on a variety of veterinary one : five ( agents ( eprinomectin , @DRUG$ , fenbendazole , spectinomycin and moxidectin ) , seven recombinant agents ( gentamicin , procaine ) 's , , oxfendazole of chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal agents anthelminthic @DRUG$ sarafloxacin imidocarb and nicarbazin benzylpenicillin , one glucocorticosteroid ( dexamethasone ) , one production aid ( antimicrobial bovine somatotropins ) and drugs tranquilizing agent ( azaperone ) .	summary of the Committee 's evaluations of toxicological and residue a variety of veterinary drugs five anthelminthic agents ( eprinomectin , @DRUG$ , fenbendazole , oxfendazole and moxidectin ) seven antimicrobial agents ( gentamicin procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and ) three antiprotozoal agents ( @DRUG$ imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one aid ( recombinant bovine somatotropins ) and one tranquilizing ( azaperone ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents (eprinomectin, @DRUG$, fenbendazole, oxfendazole, and moxidectin), seven antimicrobial agents (	1
0	@DRUG$ and its potential in the treatment and relapse prevention of Plasmodium vivax malaria: the evidence to @DRUG$.	@DRUG$ and its electric potential in the treatment and relapse prevention of plasmodium vivax malaria : the evidence to @DRUG$ .	@DRUG$ and its potential in the treatment and relapse vivax of Plasmodium prevention malaria : the evidence to @DRUG$ .	@DRUG$ and its potential in the treatment relapse prevention of Plasmodium vivax malaria : evidence to @DRUG$ .	@DRUG$ is a potential treatment and relapse prevention for Plasmodium vivax malaria, and the evidence supports this relationship.	1
0	The mean first-phase HIV-1 RNA decay slopes were -0.36, -0.63 and -0.64 for the tenofovir disoproxil fumarate group, the 40 mg of @DRUG$ group and the 120 @DRUG$ of tenofovir alafenamide group, respectively.	The mean showtime - phase hiv -1 RNA decay slopes were - 0.36 , -0.63 and - 0.64 for the tenofovir disoproxil fumarate group , the 40 mg of @DRUG$ group and the great hundred @DRUG$ of tenofovir alafenamide group , severally .	The mean first - phase HIV -1 RNA decay , were - 0.36 , -0.63 and - 0.64 for disoproxil tenofovir the fumarate , of the 40 mg of @DRUG$ group and the 120 @DRUG$ slopes tenofovir alafenamide group group respectively .	The first - phase HIV -1 RNA slopes were - 0.36 , and - 0.64 for tenofovir disoproxil fumarate group , the 40 mg @DRUG$ group and the 120 @DRUG$ of tenofovir alafenamide group , respectively .	The mean first - phase HIV -1 RNA decay slopes were - 0.36 for the tenofovir disoproxil fumarate group , the 40 mg of @DRUG$ group and the 120 @DRUG$ of tenofovir alafenamide group , respectively .	0
0	@DRUG$-based drugs cisplatin, carboplatin and @DRUG$ are widely used in the therapy of human neoplasms.	@DRUG$ - based drugs cisplatin , carboplatin and @DRUG$ are wide used in the therapy of human neoplasms .	@DRUG$ - based drugs cisplatin , carboplatin and @DRUG$ are widely of in the therapy used human neoplasms .	@DRUG$ - based cisplatin , carboplatin and @DRUG$ are widely used in the therapy of human neoplasms .	@DRUG$ - based drugs cisplatin , carboplatin are widely used in the therapy of human neoplasms .	1
0	Low-dose @DRUG$ for 7 days and @DRUG$ for 30 days prolonged graft survival (45.0+/-4.7 days; P<0.01 vs. all groups.)	Low - dose @DRUG$ for seven days and @DRUG$ for 30 days prolonged graft survival ( 45.0+/-4.7 days ; P<0.01 vs. all chemical group . )	Low - dose @DRUG$ ; 7 days and @DRUG$ for 30 days prolonged graft survival all 45.0+/-4.7 days for P<0.01 vs. ( groups . )	Low dose @DRUG$ for days and @DRUG$ for 30 days prolonged graft ( 45.0+/-4.7 days ; P<0.01 vs. all groups . )	Low - dose @DRUG$ for 7 days and @DRUG$ for 30 days prolonged graft survival ( 45.0+/-4.7 days ; P<0.01 vs. all groups . )"DRUGA and DRUGB are both drugs, and low-dose DR	0
0	Chronic treatment with @DRUG$ in mice maintained on a high-fat diet decreased LDL-C and @DRUG$ and resulted in weight loss without the elevation of liver enzymes or an increase in hepatic fat.	Chronic treatment with @DRUG$ in mice maintained on a high - fatten diet decreased LDL -C and @DRUG$ and resulted in weight loss without the elevation of liver colored enzyme or an increase in hepatic fatten .	Chronic treatment with @DRUG$ of mice maintained on a high - fat diet decreased LDL -C without @DRUG$ and resulted in an loss and the elevation in liver enzymes or weight increase in hepatic fat .	Chronic treatment with @DRUG$ in mice maintained on a high - fat diet decreased LDL -C and @DRUG$ and resulted in weight loss without the elevation of enzymes or an increase in fat .	Chronic treatment with @DRUG$ in mice maintained on a high - fat diet decreased LDL -C and @DRUG$ and resulted in weight loss without the elevation of liver enzymes or an increase in hepatic fat ."DRUGA decreases LDL -C levels and DRUGB results in weight	0
0	Although bile acids, such as @DRUG$, cholic acid, and chenodeoxycholic acid, were not substrates of SOAT, the sulfoconjugated bile acid taurolithocholic acid-3-@DRUG$ was transported by SOAT-HEK293 cells in a sodium-dependent manner and showed competitive inhibition of SOAT transport with an apparent K(i) value of 0.24 mum.	Although gall acids , such as @DRUG$ , cholic bitter , and chenodeoxycholic bitter , were not substrates of SOAT , the sulfoconjugated gall bitter taurolithocholic acid-3 - @DRUG$ was transported by SOAT - HEK293 cells in a sodium - dependent manner and showed free enterprise inhibition of SOAT transport with an plain K ( i ) prize of 0.24 mommy .	Although bile acids , such as @DRUG$ ) chenodeoxycholic acid , and cholic acid , were not substrates of SOAT SOAT the sulfoconjugated bile acid taurolithocholic acid-3 - @DRUG$ was transport by , - HEK293 cells dependent a sodium - in manner and showed competitive value of SOAT transported with an apparent K ( i , inhibition of 0.24 mum .	bile acids , such as @DRUG$ , cholic acid , and chenodeoxycholic acid were not substrates of SOAT , the sulfoconjugated bile taurolithocholic acid-3 - @DRUG$ was transported by SOAT - HEK293 cells in a sodium - dependent manner and showed competitive inhibition of SOAT transport with an apparent K ( i ) value of mum	Bile acids, such as @DRUG$, cholic acid, and chenodeoxycholic acid, were not substrates of SOAT, but the sulfoconjugated bile acid taurolithocholic acid-3 - @DRUG$ was transported by SOAT-HE	0
0	Of these mAbs, 9 are for non-cancer indications (lampalizumab, roledumab, emapalumab, fasinumab, tanezumab, etrolizumab, NEOD001, gantenerumab, anifrolumab) and 10 are for cancer indications (tremelimumab, isatuximab, BCD-100, @DRUG$, camrelizumab, IBI308, glembatumumab vedotin, mirvetuximab soravtansine, @DRUG$, L19IL2/L19TNF).	Of these mAbs ,  are for non-cancer reading ( lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , NEOD001 , gantenerumab , anifrolumab ) and decade are for crab reading ( tremelimumab , isatuximab , BCD - c , @DRUG$ , camrelizumab , IBI308 , glembatumumab vedotin , mirvetuximab soravtansine , @DRUG$ , L19IL2/L19TNF ) .	, these mAbs Of 9 are for non-cancer , ( lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , , , indications , anifrolumab ) and 10 are for cancer gantenerumab ( tremelimumab , isatuximab , BCD - 100 , @DRUG$ , camrelizumab mirvetuximab IBI308 indications glembatumumab vedotin , , soravtansine NEOD001 @DRUG$ , L19IL2/L19TNF ) .	Of these mAbs , 9 are for non-cancer indications ( lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , NEOD001 , gantenerumab anifrolumab ) 10 are for cancer indications ( tremelimumab , isatuximab , BCD - 100 , @DRUG$ , camrelizumab , IBI308 , glembatumumab vedotin , mirvetuximab soravtansine , @DRUG$ , L19IL2/L19TNF .	Of these mAbs, 9 are for non-cancer indications and 10 are for cancer indications.	1
0	Dextromethorphan and its metabolite @DRUG$ are non-competitive antagonists at the N-methyl-d-aspartate (@DRUG$) receptor ion channel.	Dextromethorphan and its metabolite @DRUG$ are non-competitive antagonists at the N-methyl-d- aspartate ( @DRUG$ ) sense organ ion channel .	Dextromethorphan and its metabolite @DRUG$ are non-competitive antagonists at ion N-methyl-d- aspartate ( @DRUG$ ) receptor the channel .	Dextromethorphan and its metabolite @DRUG$ are non-competitive antagonists at the N-methyl-d- aspartate ( @DRUG$ ) receptor ion channel .	Dextromethorphan and its metabolite @DRUG$ block the activity of the N-methyl-d- aspartate ( @DRUG$ ) receptor ion channel .	0
0	Subjects received @DRUG$ (2.5, 5 or 7.5 mg/day) plus @DRUG$ 1000 mg bid, and warfarin plus placebo.	Subjects received @DRUG$ ( 2.5 , 5 or 7.5 mg / day ) plus @DRUG$ one thousand mg bid , and coumadin plus placebo .	Subjects received @DRUG$ ( 2.5 , 5 or 7.5 mg placebo day ) plus @DRUG$ 1000 , bid mg and warfarin plus / .	Subjects received @DRUG$ 2.5 , 5 or 7.5 mg / day ) plus @DRUG$ 1000 mg bid , and warfarin plus placebo .	Subjects received @DRUG$ ( 2.5 , 5 or 7.5 mg / day ) plus @DRUG$ 1000 mg bid , and warfarin plus placebo ."In other words, the subjects received either 2.5 mg, 5 mg, or 7.5 mg of DR	0
0	Therefore, we conducted an exploratory, randomized, double-blind trial that compared the efficacy and safety of @DRUG$ and @DRUG$ in hospitalized patients with cancer-related hypercalcemia.	Therefore , we behave an exploratory , randomized , double up - blind trial that compared the efficacy and safety of @DRUG$ and @DRUG$ in hospitalize patients with cancer-related hypercalcemia .	, Therefore we conducted an exploratory , and , double - blind trial that compared cancer-related efficacy randomized safety of @DRUG$ and @DRUG$ in hospitalized patients with the hypercalcemia .	Therefore we conducted , , double - blind trial that compared the efficacy and safety of @DRUG$ and @DRUG$ in hospitalized patients with cancer-related .	We conducted a study to compare the efficacy and safety of @DRUG$ and @DRUG$ in hospitalized patients with cancer-related hypercalcemia.	0
1	The author found @DRUG$ to be a very efficient hypnotic of relatively low toxicity which could be easily substituted fro barbiturates and methaqualone/@DRUG$ in the treatment of long-term insomnia.	The author found @DRUG$ to be a very effective hypnotic of relatively low toxicity which could be easy substituted fro barbiturates and methaqualone / @DRUG$ in the treatment of semipermanent insomnia .	The author found @DRUG$ to be a very fro hypnotic of in low toxicity which could be easily substituted efficient barbiturates and methaqualone of @DRUG$ relatively the treatment / long-term insomnia .	The author found @DRUG$ to be a very efficient hypnotic of relatively toxicity which could be easily substituted fro barbiturates and methaqualone / @DRUG$ in the treatment of long-term insomnia .	@DRUG$ is a more efficient and less toxic hypnotic than barbiturates and methaqualone, and can be used as a substitute for these drugs in the treatment of long-term insomnia.	1
0	In contrast to other beta-adrenergic antagonists, N acutely lowered arterial blood pressure in SHR (1.25 @DRUG$.kg-1 i.@DRUG$.) and in hypertensive patients (1 oral dose of 5 mg) for several hours.	In dividing line to other beta-adrenergic antagonists , N acutely frown arterial blood pressure in SHR ( 1.25 @DRUG$ .kg-1 i.@DRUG$ . ) and in hypertensive patient ( 1 oral dose of 5 mg ) for several hours .	In contrast to other beta-adrenergic antagonists ) N acutely lowered i.@DRUG$ blood pressure in SHR ( 1.25 @DRUG$ .kg-1 arterial . , for in hypertensive patients ( 1 oral dose of 5 mg ) and several hours .	In contrast to other beta-adrenergic , N acutely lowered arterial blood pressure in ( 1.25 @DRUG$ .kg-1 i.@DRUG$ . ) and in hypertensive patients ( 1 oral dose of 5 mg for several .	N (@DRUG$) acutely lowered arterial blood pressure in SHR (1.25 DRUGA .kg-1 i.@DRUG$ .) and in hypertensive patients (1 oral dose of 5 mg) for several hours.	0
1	The pharmacokinetics of @DRUG$ tetranitrate (2,2-bis(hydroxymethyl)-1,3-propanediol tetranitrate, 1) were studied in rats following a single intra-arterial or oral dose (2 @DRUG$/kg) of the 14C-labeled drug.	The pharmacokinetics of @DRUG$ tetranitrate ( 2,2 - bis( hydroxymethyl ) - 1,3 - propylene glycol tetranitrate , single ) were studied in rats abide by a single intra-arterial or viva dose ( 2 @DRUG$ / kg ) of the 14C - labeled drug .	The pharmacokinetics of @DRUG$ tetranitrate ( 2,2 - bis( 14C ) - 1,3 - propanediol tetranitrate , 1 kg were studied in rats following a single ) or oral dose ( 2 @DRUG$ / intra-arterial ) of the drug - labeled hydroxymethyl .	The pharmacokinetics of @DRUG$ tetranitrate ( - hydroxymethyl ) - 1,3 - propanediol tetranitrate , 1 ) were studied in rats following a single intra-arterial or oral dose ( 2 @DRUG$ / kg ) of the 14C - labeled drug .	The pharmacokinetics of @DRUG$ tetranitrate ( 2,2 - bis( hydroxymethyl ) - 1,3 - propanediol tetranitrate , 1 ) were studied in rats following a single intra-arterial or oral dose ( 2 @DRUG$ / kg	0
0	Treatment with @DRUG$ and bisoprolol modestly but significantly reduced the terbutaline-induced increases in @DRUG$ (P < 0.05).	Treatment with @DRUG$ and bisoprolol modestly but importantly reduced the terbutaline - induced increases in @DRUG$ ( atomic number  < 0.05 ) .	Treatment with @DRUG$ < bisoprolol modestly but significantly reduced ) terbutaline - induced increases in @DRUG$ ( P and 0.05 the .	Treatment with @DRUG$ and bisoprolol modestly but significantly reduced terbutaline - induced increases in @DRUG$ ( P < 0.05 ) .	When @DRUG$ is taken, it modestly but significantly reduces the terbutaline - induced increases in @DRUG$.	0
0	@DRUG$-like peptide-1(7-36)amide (GLP-1) is a secreted peptide that acts @DRUG$ a key determinant of blood glucose homeostasis by virtue of its abilities to slow gastric emptying, to enhance pancreatic insulin secretion, and to suppress pancreatic glucagon secretion.	@DRUG$ - same peptide -1( 7-  ) amide ( GLP - 1 ) is a secreted peptide that acts @DRUG$ a key determinant of blood glucose homeostasis by virtue of its abilities to slow gastric discharge , to raise pancreatic insulin secernment , and to suppress pancreatic glucagon secernment .	@DRUG$ - like peptide -1( 7- secretion ) amide ( GLP - , ) is a secreted peptide that acts @DRUG$ a key determinant of virtue glucose homeostasis by blood of its abilities to slow gastric secretion 1 to enhance 36 insulin emptying , and to suppress pancreatic glucagon pancreatic .	@DRUG$ - like peptide 7- 36 ) amide ( GLP - 1 ) is a secreted peptide that acts @DRUG$ key determinant of blood glucose homeostasis by virtue its abilities to slow gastric emptying , to enhance insulin secretion , and to suppress pancreatic glucagon secretion .	@DRUG$ is a peptide that helps to regulate blood sugar levels by slowing gastric emptying, enhancing pancreatic insulin secretion, and suppressing pancreatic glucagon secretion.	1
0	Optical resolution of the racemate 53 brought about a dramatic change in the pharmacological profile with (R)-53 exhibiting a strong affinity for both the dopamine D(2) and serotonin 5-HT(3) receptors, while the corresponding (S)-53 had a potent @DRUG$ 5-HT(3) receptor binding affinity and a moderate dopamine @DRUG$(2) receptor binding affinity.	Optical closure of the racemate fifty three brought about a dramatic change in the pharmacological profile with ( R ) - fifty three demonstrate a strong affinity for both the dopamine ergocalciferol ( 2 ) and serotonin 5 - HT ( 3 ) sense organ , while the corresponding ( southward ) - fifty three had a potent @DRUG$ 5 - HT ( 3 ) sense organ binding affinity and a moderate dopamine @DRUG$ ( 2 ) sense organ binding affinity .	Optical resolution of the racemate 53 brought about a dramatic change in the pharmacological profile with ( R ) - 53 moderate a strong affinity - both the dopamine D ( 2 ) and a 5 - HT ) 3 ) ) , while the corresponding ( S ( - 53 had a potent @DRUG$ 5 for HT ( 3 binding receptor receptors affinity and serotonin exhibiting dopamine @DRUG$ ( 2 ) receptor binding affinity .	Optical resolution of racemate 53 brought about a dramatic in the pharmacological profile with ( R ) - 53 exhibiting a strong affinity both the dopamine D ( 2 and 5 - HT ( 3 ) receptors while the corresponding ( S ) - 53 had a potent @DRUG$ 5 - HT ( 3 ) receptor binding affinity and a moderate dopamine @DRUG$ ( 2 ) receptor affinity .	The ( R ) - 53 form of the drug has a strong affinity for both the dopamine D ( 2 ) and serotonin 5 - HT ( 3 ) receptors , while the corresponding ( S ) - 53 form has a potent affinity for the serotonin 5 - HT ( 3 ) receptor and a moderate affinity for	1
0	A @DRUG$ @DRUG$ >2 microg/ml was obtained for 14% (n=13) of the isolates and these were also tested against doxycycline, salinomycin, valnemulin, lincomycin and aivlosin.	a @DRUG$ @DRUG$ >2 microg / ml was obtained for fourteen % ( n=13 ) of the isolates and these were also tested against vibramycin , salinomycin , valnemulin , lincomycin and aivlosin .	A @DRUG$ @DRUG$ >2 microg / ml was obtained and 14 % ( n=13 ) were the isolates and these of also tested against doxycycline , salinomycin , valnemulin , lincomycin aivlosin for .	A @DRUG$ @DRUG$ microg ml was obtained for 14 % ( n=13 ) of the isolates and these were also tested against doxycycline , salinomycin , valnemulin and aivlosin .	A @DRUG$ @DRUG$ >2 microg / ml was obtained for 14 % ( n=13 ) of the isolates and these were also tested against doxycycline , salinomycin , valnemulin , lincomycin and aivlosin .	0
0	trans-Resveratrol but not cis-@DRUG$ was detected in both @DRUG$ and bilberry samples.	trans - Resveratrol but not cis-@DRUG$ was detected in both @DRUG$ and whinberry samples .	trans both Resveratrol but not cis-@DRUG$ was detected in - @DRUG$ and bilberry samples .	trans - Resveratrol not cis-@DRUG$ was detected in both @DRUG$ bilberry samples .	trans - Resveratrol was detected in both @DRUG$ and bilberry samples, but cis-@DRUG$ was not detected.	0
0	The effect of trimebutine on the @DRUG$+ current in @DRUG$ ileal smooth muscle cells was investigated using the whole-cell patch-clamp technique.	The effect of trimebutine on the @DRUG$ + current in @DRUG$ ileal smooth muscle cells was inquire using the totally -cell patch -clamp technique .	The effect of trimebutine on was @DRUG$ + current in @DRUG$ ileal smooth muscle cells whole investigated using the the -cell patch -clamp technique .	The effect of trimebutine on the @DRUG$ + current in @DRUG$ ileal smooth muscle cells was investigated the whole -cell -clamp technique	The effect of trimebutine on the current in ileal smooth muscle cells was investigated using the whole -cell patch -clamp technique .	1
1	In clinical trials, @DRUG$ axetil (administered twice daily) has been evaluated in the treatment of upper and lower respiratory tract infections and has demonstrated similar efficacy to established antibacterial agents, including amoxicillin/clavulanic acid and @DRUG$.	atomic number  clinical trials , @DRUG$ axetil ( administered twice casual ) has been evaluated in the intervention of upper and lower respiratory tract infections and has demonstrated similar efficacy to established antibacterial agents , including amoxicillin / clavulanic back breaker and @DRUG$ .	In clinical trials , @DRUG$ axetil daily administered twice ( ) has and evaluated in been treatment of upper and lower respiratory tract infections and has demonstrated clavulanic efficacy to established antibacterial agents , including amoxicillin / similar acid the @DRUG$ .	In clinical trials , @DRUG$ axetil ( administered daily ) has been evaluated the treatment of and respiratory tract infections and has demonstrated similar efficacy to established antibacterial agents , including amoxicillin / acid and @DRUG$ .	@DRUG$ axetil has been found to be just as effective as amoxicillin / clavulanic acid and other established antibacterial agents in the treatment of respiratory tract infections.	1
0	Letrozole has greater potency than other AIs, including @DRUG$, exemestane, formestane, and @DRUG$.	Letrozole has corking potency than other AIs , including @DRUG$ , exemestane , formestane , and @DRUG$ .	Letrozole has greater than potency other AIs , including @DRUG$ , exemestane , formestane , and @DRUG$ .	Letrozole has greater potency than other AIs , including @DRUG$ , exemestane , formestane , and @DRUG$ .	Letrozole is more potent than other AIs, including exemestane, formestane, and @DRUG$.	1
0	In a multicentre study, 146 peptic ulcer patients who had recently healed with H2 antagonists (38 gastric, 108 duodenal ulcers) received randomly for a year one of the following mucosal protecting antiulcer drugs: @DRUG$ aluminium salt (AAL), @DRUG$ acexamate (ZAC) and magaldrate (MAG).	In a multicentre study , 146 peptic ulcer affected role who had recently bring around with H2 antagonists ( 38 stomachal , 108 duodenal ulcers ) received randomly for a year one of the following mucosal protect antiulcer drugs : @DRUG$ atomic number  salt ( AAL ) , @DRUG$ acexamate ( ZAC ) and magaldrate ( MAG ) .	In a multicentre study , 146 had gastric patients peptic who recently healed with H2 antagonists ( 38 ulcer , 108 duodenal antiulcer ) magaldrate randomly for a year one of the following mucosal protecting ulcers drugs : @DRUG$ aluminium salt ( AAL ) , @DRUG$ acexamate ( ZAC ) and received ( MAG ) .	In a multicentre study , 146 peptic ulcer patients who had recently healed H2 antagonists ( 38 gastric , 108 duodenal ulcers received randomly a year one of the following protecting antiulcer drugs : @DRUG$ aluminium salt ( AAL ) , @DRUG$ acexamate ( ZAC and magaldrate ( MAG ) .	Some patients were given @DRUG$, some were given @DRUG$, and some were given a placebo.	0
0	An overview is given of the chemistry, pharmacology, clinical use and toxicity of @DRUG$ @DRUG$ well as its pharmacokinetics and analytical methods for thioTEPA and its metabolites.	An overview is given of the interpersonal chemistry , pharmacological medicine , clinical use and perniciousness of @DRUG$ @DRUG$ well as its pharmacokinetics and analytical methods for thioTEPA and its metabolites .	An overview pharmacokinetics given of of chemistry , clinical , pharmacology use and toxicity the @DRUG$ @DRUG$ well as its is and analytical methods for thioTEPA and its metabolites .	An overview is given of the pharmacology , clinical use and toxicity @DRUG$ @DRUG$ well as its pharmacokinetics and analytical methods for thioTEPA and its metabolites .	@DRUG$ is a drug that is used to treat certain medical conditions. @DRUG$ is a drug that is used to treat certain medical conditions. DRUGA and DRUGB are both drugs that are used to treat certain medical conditions. However, they are not the same drug.	0
0	@DRUG$ (MNTX), a selective mu-opioid receptor antagonist, functions @DRUG$ a peripherally acting receptor antagonist in tissues of the gastrointestinal tract.	@DRUG$ ( MNTX ) , a selective mu-opioid receptor antagonist , functions @DRUG$ a peripherally acting receptor antagonist in weave of the gi tract .	@DRUG$ in MNTX ) , a selective mu-opioid receptor antagonist , functions @DRUG$ a the acting receptor antagonist ( tissues of peripherally gastrointestinal tract .	@DRUG$ ( MNTX ) mu-opioid receptor antagonist , functions @DRUG$ a peripherally acting receptor antagonist tissues of gastrointestinal tract .	@DRUG$ is a drug that blocks the effects of opioids, while @DRUG$ is a drug that blocks the effects of other drugs in the gastrointestinal tract.	0
0	These results support continued clinical development of tezacaftor (100 mg every day) in combination with @DRUG$ (150 @DRUG$ every 12 h) in subjects with cystic fibrosis.	These results support keep on clinical development of tezacaftor ( 100 mg every daylight ) in combination with @DRUG$ ( 150 @DRUG$ every 12 plancks constant ) in subjects with cystic fibrosis .	These with support continued clinical development of subjects ( 100 mg every day ) in in results @DRUG$ ( 150 @DRUG$ every 12 h ) combination tezacaftor with cystic fibrosis .	These results support continued clinical of 100 mg every day ) in combination with @DRUG$ ( 150 @DRUG$ every 12 h subjects with cystic fibrosis .	Tezacaftor ( 100 mg every day ) in combination with @DRUG$ ( 150 @DRUG$ every 12 h ) is a promising treatment for cystic fibrosis .	0
0	The 12 analytes include @DRUG$, erythromycin A, gamithromycin, josamycin, lincomycin, neospiramycin 1, oleandomycin, pirlimycin, @DRUG$, tildipirosin, tilmicosin and tylosin A.	The  analytes include @DRUG$ , erythromycin angstrom , gamithromycin , josamycin , lincomycin , neospiramycin ace , oleandomycin , pirlimycin , @DRUG$ , tildipirosin , tilmicosin and tylosin angstrom .	The 12 analytes include @DRUG$ , A erythromycin , gamithromycin , josamycin , lincomycin , neospiramycin , , oleandomycin , pirlimycin tylosin @DRUG$ 1 tildipirosin , tilmicosin and , A .	The 12 analytes include @DRUG$ , erythromycin A gamithromycin , , lincomycin , neospiramycin 1 , oleandomycin , @DRUG$ , tildipirosin tilmicosin and tylosin A .	@DRUG$ is a member of the family of antibiotics known as macrolides, which also includes erythromycin A, gamithromycin, josamycin, lincomycin, neospiramycin 1, oleandomycin, pirlimycin	1
1	However, @DRUG$ has been the drug of choice in the United States because it is believed to have less potential to induce fetal/neonatal hypothyrodism, to cross the placenta and into breast milk to a lesser degree, and to be less teratogenic than @DRUG$ or carbimazole.	However , @DRUG$ has been the drug of choice in the join department of state because it is believed to have less potential to induce fetal / neonatal hypothyrodism , to cross the placenta and into tit milk to a less arcdegree , and to be less teratogenic than @DRUG$ or carbimazole .	However the @DRUG$ , been the drug of choice in the United States because it is believed to have less potential to induce fetal / neonatal hypothyrodism , to cross degree milk and into carbimazole placenta to a lesser has , and to be less teratogenic than @DRUG$ or breast .	However , @DRUG$ has been the drug of choice the United States because it is believed to have less potential to induce fetal / neonatal , to cross the placenta and into breast milk to a lesser degree , and be less teratogenic than @DRUG$ or carbimazole .	@DRUG$ is the drug of choice in the United States because it is believed to have less potential to induce fetal / neonatal hypothyrodism, to cross the placenta and into breast milk to a lesser degree, and to be less teratogenic than @DRUG$ or carbim	0
0	In addition, in several preparations, including micro- and macrovasculature, the sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitors of NO-synthase, such as @DRUG$-N(G)-@DRUG$ (LNNA) or L-N-nitro-arginine-methyl-ester (L-NAME), has been shown.	In addition , in several provision , include micro- and macrovasculature , the sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitor of NO - synthase , such as @DRUG$ - N( deoxyguanosine monophosphate ) - @DRUG$ ( LNNA ) or L-N-nitro-arginine -methyl-ester ( L- NAME ) , has been bear witness .	as addition , micro- - preparations , including in and macrovasculature , the sensitivity of the vasorelaxing effect of the dihydropyridines to several of NO - synthase , such In @DRUG$ -methyl-ester N( G ) - @DRUG$ ( LNNA ) or L-N-nitro-arginine inhibitors ( L- NAME ) , has been shown .	In , in several preparations , including micro- and macrovasculature , the sensitivity of the vasorelaxing effect of the inhibitors of NO synthase , such as @DRUG$ - N( G ) - @DRUG$ ( LNNA ) or L-N-nitro-arginine ( L- NAME , been shown .	The sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitors of NO - synthase , such as @DRUG$ - N( G ) - @DRUG$ ( LNNA ) or L-N-nitro-arginine -methyl-ester	0
0	Methylphenidate metabolism, measured @DRUG$ the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and as l-@DRUG$ AUCinf to l-PPA AUCinf, was similar for the three dose groups, indicating that methylphenidate metabolism was not affected by increasing dose.	Methylphenidate metabolism , measured @DRUG$ the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and as l-@DRUG$ AUCinf to l-PPA AUCinf , was similar for the three dose mathematical group , indicate that methylphenidate metabolism was not touch on by increase dose .	that metabolism , measured @DRUG$ the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and as l-@DRUG$ AUCinf to affected AUCinf , was by dose the three dose groups , indicating Methylphenidate methylphenidate metabolism was not l-PPA similar increasing for .	Methylphenidate metabolism , measured @DRUG$ the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and l-@DRUG$ AUCinf to l-PPA AUCinf , was similar for the groups , indicating methylphenidate metabolism was not affected by increasing dose .	Methylphenidate metabolism was not affected by increasing dose.	1
0	CONCLUSIONS: Tenofovir alafenamide, a new once-daily oral prodrug of tenofovir, showed more potent anti-HIV-1 activity and higher intracellular tenofovir levels compared with tenofovir disoproxil fumarate, while maintaining lower plasma @DRUG$ exposure at 40 @DRUG$ with good tolerability over 14 days of monotherapy.	CONCLUSIONS : Tenofovir alafenamide , a new once-daily unwritten prodrug of tenofovir , prove more potent anti-HIV - 1 activity and higher intracellular tenofovir levels compared with tenofovir disoproxil fumarate , while maintaining lower plasma @DRUG$ exposure at 40 @DRUG$ with upright tolerability over 14 twenty four hour period of monotherapy .	CONCLUSIONS : a , , Tenofovir new once-daily oral prodrug of tenofovir alafenamide showed more potent anti-HIV - 1 activity and higher intracellular tenofovir levels compared with tenofovir disoproxil with days while maintaining lower plasma @DRUG$ exposure at 40 @DRUG$ fumarate good tolerability over 14 , of monotherapy .	CONCLUSIONS : Tenofovir alafenamide , a new once-daily oral prodrug of tenofovir , showed more potent anti-HIV - 1 activity and higher intracellular levels compared with disoproxil fumarate , while maintaining lower plasma @DRUG$ exposure at 40 @DRUG$ with good tolerability over 14 days monotherapy .	Tenofovir alafenamide showed more potent anti-HIV-1 activity and higher intracellular tenofovir levels compared with tenofovir disoproxil fumarate, while maintaining lower plasma @DRUG$ exposure at 40 @DRUG$ with good tolerability over	0
1	Further studies are now required to confirm the long term efficacy and tolerability of @DRUG$, and to investigate the place of the drug in therapy relative to cardiovascular agents other than @DRUG$ and the thiazide diuretics.	Further studies are now mandatory to confirm the farseeing term efficacy and tolerability of @DRUG$ , and to investigate the place of the drug in therapy relative to cardiovascular agents other than @DRUG$ and the thiazide diuretic .	Further studies are now required to confirm the long term efficacy and tolerability thiazide @DRUG$ , of cardiovascular investigate the place of the drug in therapy relative to to agents other than @DRUG$ and the and diuretics .	Further studies are now required to confirm the long term efficacy and tolerability of @DRUG$ , and investigate the place of the drug in therapy relative to cardiovascular agents other @DRUG$ and the thiazide .	Further studies are now required to confirm the long term efficacy and tolerability of @DRUG$, and to investigate the place of the drug in therapy relative to cardiovascular agents other than @DRUG$ and the thiazide diuretics.	0
0	Phenserine is also unique because of differing actions of its enantiomers: (-)-phenserine is the active enantiomer for inhibition of AChE, whereas (+)-@DRUG$ ('@DRUG$') has weak activity as an AChE inhibitor and can be dosed much higher.	Phenserine is also unequalled because of disagree action of its enantiomers : ( -) - phenserine is the dynamic enantiomer for forbiddance of AChE , whereas ( + ) - @DRUG$ ( ' @DRUG$ ' ) has weak activity as an AChE inhibitor and can be dosed much higher .	Phenserine + also unique higher of differing actions of its because : ( -) - phenserine is the active enantiomer for inhibition ' as , whereas ( is ) - @DRUG$ ( ' @DRUG$ of ) has weak activity AChE an AChE inhibitor and can be dosed much enantiomers .	Phenserine is also unique because of differing of its enantiomers : ( -) - phenserine is the active enantiomer for inhibition of AChE , whereas ( + ) - @DRUG$ ( ' @DRUG$ ' ) has weak activity as an AChE inhibitor and can be dosed much higher	Phenserine is unique because its enantiomers have different activities: the (-) enantiomer is the active one for inhibiting AChE, whereas the (+) enantiomer has weak activity as an AChE inhibitor and can be dosed much higher.	1
0	This paper reviews the discovery of @DRUG$ and early medical use of helium @DRUG$ mixtures and outlines areas where Heliox already has confirmed benefit as well as one or two areas that are currently under investigation.	This paper reviews the discovery of @DRUG$ and early medical use of helium @DRUG$ mixtures and outlines areas where Heliox already has sustain benefit as swell as one and only or two areas that are currently under investigation .	This paper reviews the discovery of @DRUG$ and early medical use two helium @DRUG$ mixtures and outlines of where Heliox already has confirmed benefit as well as one or areas are that areas currently under investigation .	This paper reviews the discovery of @DRUG$ and early medical use of helium @DRUG$ mixtures and outlines areas where already confirmed benefit as well one or two areas that are currently under investigation .	@DRUG$ is a substance that is used to treat medical conditions, and @DRUG$ is a type of gas that is used in conjunction with DRUGA to help treat these conditions.	0
0	(3) Two comparative double-blind trials suggest that a daily sertindole dose of 24 @DRUG$ is about as effective as 10 mg of @DRUG$.	( 3 ) Two comparative double - blind run suggest that a daily sertindole dose of  @DRUG$ is about as effective as 10 mg of @DRUG$ .	( about ) Two comparative double - 24 trials suggest that a daily sertindole dose of blind @DRUG$ is 3 as effective as 10 mg of @DRUG$ .	( 3 ) Two comparative double - blind trials suggest that a daily dose of @DRUG$ is as effective as 10 mg of @DRUG$ .	A daily sertindole dose of 24 @DRUG$ is about as effective as 10 mg of @DRUG$.	0
0	@DRUG$ treatment also significantly suppressed @DRUG$ production in vitro.	@DRUG$ treatment as well significantly suppressed @DRUG$ production in vitro .	@DRUG$ treatment also vitro suppressed @DRUG$ production in significantly .	@DRUG$ treatment also significantly suppressed @DRUG$ production in vitro	@DRUG$ treatment significantly suppressed @DRUG$ production in vitro .	0
0	These results indicate that the NMDA receptor antagonist @DRUG$ has the ability to suppress morphine withdrawal syndrome in experimental settings without motor interference, and @DRUG$ could be the critical CNS site mediating such effect.	These results indicate that the NMDA sensory receptor antagonist @DRUG$ has the ability to suppress morphia withdrawal syndrome in experimental settings without motor interference , and @DRUG$ could be the critical CNS site mediating such set up .	These results indicate that the NMDA suppress antagonist @DRUG$ has the ability to receptor morphine withdrawal syndrome CNS experimental settings without motor the , and @DRUG$ could be interference critical in site mediating such effect .	These results indicate the NMDA receptor antagonist @DRUG$ has the ability to suppress morphine withdrawal syndrome settings without motor interference , and @DRUG$ could be the critical CNS site such effect .	@DRUG$ is able to suppress morphine withdrawal syndrome without causing motor interference, and @DRUG$ is the critical CNS site mediating this effect.	0
1	Sprague Dawley rats were provided control, 0.2% weight/weight (@DRUG$/w), or 0.5% w/w @DRUG$-supplemented chow through a series of 3 experiments that limited exposure to critical growth periods: gestation, gestation and lactation, or lactation only (cross-fostering) to determine the susceptible windows of exposure for developmental consequences.	Sprague Dawley rats were provided control , 0.2 % weight / weight ( @DRUG$ / watt ) , or 0.5 % w/w @DRUG$ - supplemented chow through a series of ternary experiments that limited vulnerability to decisive growth periods : gestation , gestation and suckling , or suckling only ( cross-fostering ) to determine the susceptible windows of vulnerability for developmental moment .	Sprague cross-fostering / were provided control , 0.2 % weight / weight ( @DRUG$ of w ) , or 0.5 % w/w @DRUG$ - supplemented chow through a series of 3 experiments that growth exposure to critical periods limited : gestation , gestation and lactation , or lactation only ( Dawley ) to susceptible the determine windows rats exposure for developmental consequences .	Sprague Dawley rats provided control , 0.2 % weight / weight ( @DRUG$ / w ) , or 0.5 % w/w @DRUG$ - supplemented chow through a series of 3 experiments that limited exposure to critical periods : gestation , gestation and , lactation only cross-fostering ) to determine the susceptible of exposure for developmental consequences .	Sprague Dawley rats were provided control , 0.2 % weight / weight ( @DRUG$ / w ) , or 0.5 % w/w @DRUG$ - supplemented chow through a series of 3 experiments that limited exposure to critical growth periods : gestation , gestation and lactation ,	0
1	The overall anxiolytic properties of tianeptine in patients with coexisting depression and anxiety appear to be similar to those of @DRUG$, imipramine and fluoxetine and may be superior to those of maprotiline, although submaximal dosages of amitriptyline and @DRUG$ were used.	The boilers suit anxiolytic drug holding of tianeptine in patients with coexisting depression and anxiety appear to be similar to those of @DRUG$ , impramine hydrochloride and fluoxetine and may be superior to those of maprotiline , although submaximal dosages of amitriptyline and @DRUG$ were used .	The overall anxiolytic properties of tianeptine in patients with be depression of anxiety appear to coexisting similar to those and @DRUG$ , imipramine and fluoxetine of be may superior to those and maprotiline , although submaximal dosages of amitriptyline and @DRUG$ were used .	The anxiolytic properties of tianeptine in patients with coexisting depression and anxiety appear be similar to those of @DRUG$ and fluoxetine and may be superior those maprotiline , although dosages of amitriptyline and @DRUG$ were used .	The overall anxiolytic properties of tianeptine in patients with coexisting depression and anxiety appear to be similar to those of @DRUG$ and @DRUG$, and may be superior to those of maprotiline, although submaximal dosages of amitriptyline and	0
0	Ceftobiprole, at 4x MIC, was bactericidal (99.9% killing) against 9 of 10 strains tested at 4x MIC after 24 h. Ceftobiprole also yielded significant activity at earlier periods, with 90% killing of all strains at 2x MIC at 6 and 12 h. Vancomycin was bactericidal against 6 of 8 strains tested at 2x MIC after 24 h. By contrast, @DRUG$ and tigecycline were mainly bacteriostatic, and @DRUG$/dalfopristin was bactericidal against 4 of 10 strains at 2x MIC after 24 h.	Ceftobiprole , at 4x MIC , was bactericidal ( 99.9 % sidesplitting ) against 9 of decade strains tested at 4x MIC after twenty four h. Ceftobiprole too yielded substantial activity at former point , with ninety % sidesplitting of all strains at 2x MIC at 6 and 12 h. Vancomycin was bactericidal against 6 of 8 strains tested at 2x MIC after twenty four h . By contrast , @DRUG$ and tigecycline were primarily bacteriostatic , and @DRUG$ / dalfopristin was bactericidal against 4 of decade strains at 2x MIC after twenty four h.	Ceftobiprole , at 4x with , h. bactericidal ( 99.9 of killing ) 90 9 of 10 strains tested at 4x MIC after 24 were Ceftobiprole also yielded significant activity at 2x periods , at against % killing of all strains at 2x MIC at 6 and 12 h. Vancomycin was bactericidal against strains of 8 strains tested at earlier MIC after 24 h . By contrast , @DRUG$ and tigecycline bacteriostatic mainly was , and @DRUG$ / dalfopristin was bactericidal against 4 % 10 6 MIC 2x MIC after 24 h.	Ceftobiprole , at 4x MIC , was bactericidal ( 99.9 % killing against 9 of tested at MIC after 24 h. Ceftobiprole also yielded significant at earlier periods , with 90 % killing of all strains at 2x MIC 6 and 12 h. Vancomycin was bactericidal against 6 of 8 strains tested at 2x MIC after 24 h . contrast , @DRUG$ tigecycline were mainly bacteriostatic , and @DRUG$ / dalfopristin was bactericidal against 4 of 10 strains at 2x MIC after 24 h.	Ceftobiprole is a more effective antibiotic than vancomycin, @DRUG$, and tigecycline, while @DRUG$ is more effective than dalfopristin.	0
1	@DRUG$ showed the lowest MIC(50)/MIC(90 )values in the producing strains, whereas cefditoren, cefotaxime and @DRUG$ in the non-producers.	@DRUG$ showed the lowest MIC ( fifty ) / MIC (  ) values in the producing strains , whereas cefditoren , cefotaxime and @DRUG$ in the non-producers .	@DRUG$ showed the lowest MIC ( 50 ) / MIC ( 90 ) values in the and strains , whereas cefditoren , cefotaxime producing @DRUG$ in the non-producers .	@DRUG$ showed lowest MIC ( 50 ) / MIC ( 90 ) values in the producing strains , whereas cefditoren , cefotaxime and @DRUG$ in the non-producers .	The strains that produce @DRUG$ have the lowest MIC ( 50 ) / MIC ( 90 ) values for that drug, while the strains that don't produce DRUGA have higher MIC ( 50 ) / MIC ( 90 ) values for that drug.	1
0	The present study thus shows that trazodone treatment increases prolactin concentrations, suggesting that @DRUG$-@DRUG$ is involved in biochemical effects during treatment with the parent compound.	The present analyse so shows that trazodone treatment increases prolactin concentrations , suggesting that @DRUG$ - @DRUG$ is involved in biochemical effects during treatment with the parent compound .	compound in study thus shows that trazodone treatment increases prolactin concentrations , suggesting that @DRUG$ - @DRUG$ is involved present biochemical effects during treatment with the parent The .	The present study thus shows that trazodone treatment increases prolactin concentrations , suggesting @DRUG$ - @DRUG$ is involved in biochemical effects during treatment the parent compound .	The present study thus shows that trazodone treatment increases prolactin concentrations, suggesting that @DRUG$ is involved in biochemical effects during treatment with the parent compound.	1
0	CONCLUSIONS: Our study demonstrates that the urinary excretion of formoterol in male humans after oral administration of rac-formoterol is stereoselective with preferential excretion of the active (R; @DRUG$)-formoterol @DRUG$ unchanged drug and glucuronide.	termination : Our study march that the urinary excretion of formoterol in male humans after oral exam administration of rac-formoterol is stereoselective with discriminatory excretion of the active ( R ; @DRUG$ ) - formoterol @DRUG$ unchanged drug and glucuronide .	CONCLUSIONS : excretion study demonstrates that the formoterol Our of the in administration humans after oral male of rac-formoterol is stereoselective with preferential excretion of formoterol active ( R ; @DRUG$ ) - urinary @DRUG$ unchanged drug and glucuronide .	CONCLUSIONS : Our study demonstrates that the urinary excretion of formoterol in male humans after oral administration of rac-formoterol is stereoselective with excretion of the active ( R ; @DRUG$ ) - formoterol @DRUG$ unchanged drug and glucuronide .	The active (R) form of formoterol is preferentially excreted unchanged in the urine, while the glucuronide is excreted in smaller amounts.	1
0	The withdrawal rate due to adverse events was significantly lower for @DRUG$ (8%) compared to paroxetine (16%) (@DRUG$ < 0.05).	The withdrawal rate due to untoward events was significantly lower for @DRUG$ ( 8 % ) compared to paroxetine ( sixteen % ) ( @DRUG$ < 0.05 ) .	The withdrawal rate due to adverse events ) significantly lower for @DRUG$ ( 8 % ) was to paroxetine ( 16 % ) ( @DRUG$ < 0.05 compared .	The withdrawal due to adverse events significantly lower for @DRUG$ ( 8 % ) to paroxetine ( 16 % ) ( @DRUG$ < 0.05 ) .	The withdrawal rate due to adverse events was significantly lower for @DRUG$ ( 8 % ) compared to paroxetine ( 16 % ) ( @DRUG$ < 0.05 ) ."This means that DRUGA had a significantly lower withdrawal rate due to adverse events than DRUGB	0
0	@DRUG$ substitutions for the C-terminal @DRUG$ cluster in domain III of NS5A (amino acids 2428, 2430, and 2433) impaired NS5A basal phosphorylation, leading to a marked decrease in NS5A-core interaction, disturbance of the subcellular localization of NS5A, and disruption of virion production.	@DRUG$ substitutions for the C-terminal @DRUG$ cluster in arena III of NS5A ( amino acids 2428 , 2430 , and 2433 ) mar NS5A basal phosphorylation , starring to a marked decrease in NS5A - core fundamental interaction , disturbance of the subcellular localisation of function of NS5A , and disruption of virion production .	@DRUG$ substitutions and the disturbance @DRUG$ cluster in domain III of NS5A ( amino acids 2428 to 2430 , for 2433 ) impaired NS5A basal phosphorylation , core , a C-terminal decrease in NS5A - leading interaction , marked of the subcellular localization of NS5A , and disruption of virion production .	@DRUG$ substitutions for the C-terminal @DRUG$ cluster in of NS5A ( amino acids 2428 , 2430 , and 2433 ) basal phosphorylation , leading to a marked decrease NS5A - core interaction , disturbance of the subcellular localization of NS5A , and disruption of virion production .	@DRUG$ substitution for the C-terminal @DRUG$ cluster in domain III of NS5A ( amino acids 2428 , 2430 , and 2433 ) impaired NS5A basal phosphorylation , leading to a marked decrease in NS5A - core interaction , disturbance of the sub	0
0	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of mineral compounds, with the following order: Al citrate > Al tartrate, Al gluconate, @DRUG$ lactate > Al glutamate, Al chloride, Al sulfate, Al @DRUG$.	The absorption of atomic number  after intake of organic compounds is more important than after intake of mineral compounds , with the accompany order : atomic number  citrate > atomic number  tartrate , atomic number  gluconate , @DRUG$ lactate > atomic number  glutamate , atomic number  chloride , atomic number  sulfate , atomic number  @DRUG$ .	The absorption of aluminum after ingestion of organic gluconate citrate more order than after ingestion of mineral compounds , with the following important : Al is > Al tartrate , Al compounds , @DRUG$ @DRUG$ > Al glutamate , Al chloride , Al sulfate , Al lactate .	The of aluminum after organic compounds is more important than after of mineral compounds with the following order : Al citrate > Al tartrate , Al gluconate , @DRUG$ lactate > glutamate , Al chloride , Al sulfate , @DRUG$ .	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of mineral compounds , with the following order : Al citrate > Al tartrate , Al gluconate , @DRUG$ lactate > Al glutamate , Al chloride , Al sulfate , Al @DRUG$ .	0
0	In the present in vitro study the susceptibility to @DRUG$ of clinical isolates of bacterial and @DRUG$ origin from superficial swabs of the skin and mucous membranes of outpatients and inpatients obtained from clinical material in the second half of the year 2003 was determined.	In the present in vitro study the susceptibility to @DRUG$ of clinical isolates of bacterial and @DRUG$ origin from superficial swabs of the scrape and mucose membranes of outpatient and inpatients obtained from clinical material in the second half of the year 2003 was specify .	In the present in vitro study the susceptibility clinical @DRUG$ of to isolates of bacterial and @DRUG$ origin from superficial swabs of the skin half mucous membranes of outpatients and inpatients obtained from clinical material the the second and in of year 2003 was determined .	In the present in vitro study susceptibility to @DRUG$ of clinical isolates of bacterial and @DRUG$ origin from swabs of the skin and mucous membranes of outpatients and inpatients obtained from clinical material in the second half of the 2003 was determined .	The study found that the bacteria from skin and mucous membranes were susceptible to @DRUG$, but that the bacteria from other areas were not.	1
0	The biosynthesis of monensin by Streptomyces cinnamonensis was studied by using (14)C-labeled @DRUG$, acetate, propionate, @DRUG$, and methionine.	The biosynthesis of monensin by streptomyces cinnamonensis was studied by using ( 14 ) C - tag @DRUG$ , acetate , propionate , @DRUG$ , and methionine .	The biosynthesis , monensin by Streptomyces acetate was studied by using ( 14 ) C - labeled @DRUG$ , cinnamonensis , propionate of @DRUG$ , and methionine .	The biosynthesis of monensin by Streptomyces cinnamonensis was by using ( 14 ) C labeled @DRUG$ , acetate , , @DRUG$ , and .	The biosynthesis of monensin by Streptomyces cinnamonensis was studied by using ( 14 ) C - labeled @DRUG$ , acetate , propionate , @DRUG$ , and methionine ."DRUGA is the substrate (the molecule upon which the reaction takes	0
0	Superior permeation of conjunctival and scleral tissue by @DRUG$ (@DRUG$(p) = 128 x 10(-6) min(-1)) compared to diclofenac (k(p) = 80 x 10(-6) min(-1)) was also evident.	Superior suffusion of conjunctival and scleral tissue by @DRUG$ ( @DRUG$ ( p ) = 128 x ten ( - six ) min dialect ( - 1 ) ) compared to diclofenac ( grand ( p ) = 80 x ten ( - six ) min dialect ( - 1 ) ) was also evident .	Superior = of conjunctival and scleral tissue by @DRUG$ ( @DRUG$ ( p ) = 128 x 10 ( - 6 ) min ( - p ) ) ( to diclofenac compared ( k 1 ) permeation 80 x 10 ( - 6 ) min ( - evident ) ) was also 1 .	Superior of conjunctival scleral tissue by @DRUG$ ( @DRUG$ ( ) = 128 x 10 ( - 6 ) min ( - 1 ) ) compared to diclofenac k ( ) = 80 x 10 ( - 6 min ( 1 ) ) was also evident .	@DRUG$ is 128 times more permeable through conjunctival and scleral tissue than diclofenac.	1
0	Fifteen healthy volunteers (8 males, 7 females) were administered 0, 350, and 700 @DRUG$ of @DRUG$ in separate sessions and for 6h afterwards they completed a battery of tests at fixed time intervals so as to assess the subjective and psychomotor effects of the drug.	Fifteen healthy volunteers ( viii males , 7 female person ) were administered 0 , 350 , and 700 @DRUG$ of @DRUG$ in classify sessions and for 6h afterwards they completed a battery of tests at fixed time musical interval so as to assess the subjective and psychomotor effects of the do drugs .	Fifteen healthy volunteers tests females males , 7 8 and were administered 0 , 350 , ) 700 @DRUG$ of @DRUG$ in of sessions and for 6h afterwards they completed a battery separate ( at psychomotor time intervals so as to assess the subjective and fixed effects of the drug .	Fifteen volunteers ( males , 7 females ) were administered 0 , 350 , and 700 @DRUG$ of @DRUG$ separate sessions and for 6h afterwards they completed a battery tests at fixed time intervals so as to assess the subjective and psychomotor of the .	Fifteen healthy volunteers ( 8 males , 7 females ) were administered 0 , 350 , and 700 @DRUG$ of @DRUG$ in separate sessions and for 6h afterwards they completed a battery of tests at fixed time intervals so as to assess the subjective and psychomotor effects of the drug .	0
0	Searches were performed utilizing the following key terms: venetoclax, ABT-199, GDC-199, @DRUG$, GX15-070, BCL-2 inhibitor, @DRUG$, ABT-263, and Venclexta.	Searches were performed utilise the following key damage : venetoclax , ABT - 199 , GDC - 199 , @DRUG$ , GX15 - 070 , BCL -  inhibitor , @DRUG$ , ABT - 263 , and Venclexta .	Searches utilizing performed were the following key terms : venetoclax , GDC - Venclexta , ABT - 199 , @DRUG$ , GX15 - 070 , BCL - 2 inhibitor , @DRUG$ , ABT - 263 , and 199 .	Searches were performed utilizing the following key : venetoclax , ABT - 199 , GDC - 199 , @DRUG$ , GX15 - 070 , BCL - 2 inhibitor , @DRUG$ , ABT - 263 , and Venclexta .	Searches were performed utilizing the following key terms : venetoclax , ABT - 199 , GDC - 199 , @DRUG$ , GX15 - 070 , BCL - 2 inhibitor , @DRUG$ , ABT - 263 , and Venclexta .	0
1	Tested up to a concentration of 10-4 M, @DRUG$ did neither inhibit the [3H]dopamine uptake into mouse striatal synaptosomes nor compete in vitro with the specific binding of [3H]WIN 35,428 at @DRUG$ transporters from striatal membranes.	well tried up to a concentration of 10 - quaternary M , @DRUG$ did neither inhibit the [ 3 henry ] dopamine uptake into mouse striatal synaptosomes nor compete in vitro with the specific binding of [ 3H ] WIN 35,428 at @DRUG$ transporters from striatal membrane .	Tested up to a neither of 10 - 4 M , @DRUG$ did concentration inhibit 35,428 [ 3 H ] dopamine striatal into specific striatal synaptosomes nor compete in vitro with the mouse binding of [ 3H ] WIN the at @DRUG$ transporters from uptake membranes .	Tested up to concentration of 10 - 4 M , @DRUG$ did neither inhibit the [ 3 H ] dopamine uptake into mouse striatal synaptosomes nor compete vitro with the specific binding of [ 3H ] WIN 35,428 at @DRUG$ transporters from striatal membranes .	@DRUG$ does not inhibit the uptake of dopamine into mouse striatal synaptosomes, and it does not compete with the specific binding of [3H]WIN 35,428 at @DRUG$ transporters from striatal membranes.	0
0	Utilizing three monoclonal antibodies in the development of an immunochromatographic assay for simultaneous detection of sulfamethazine, sulfadiazine, and sulfaquinoxaline residues in @DRUG$ and @DRUG$ muscle.	Utilizing three monoclonal antibody antibodies in the development of an immunochromatographic assay for coinciding detection of sulfamethazine , sulfadiazine , and sulfaquinoxaline residues in @DRUG$ and @DRUG$ muscle .	Utilizing detection , antibodies in the development of an immunochromatographic assay for simultaneous three of sulfamethazine , sulfadiazine monoclonal and sulfaquinoxaline residues in @DRUG$ and @DRUG$ muscle .	Utilizing three antibodies the development of an immunochromatographic assay for simultaneous detection of sulfamethazine , and residues in @DRUG$ and @DRUG$ muscle .	The antibodies are used to develop an assay that can detect residues of sulfamethazine, sulfadiazine, and sulfaquinoxaline in both @DRUG$ and @DRUG$ muscle.	0
0	@DRUG$ 2.0 mg/m(2)/d (n = 3) and 3.0 mg/m(2)/@DRUG$ (n = 5) for 3 days produced mean +/- SD end of infusion concentrations of 0.12 +/- 0.03 and 0.15 +/- 0.03 micromol/L, respectively.	@DRUG$ 2.0 mg / m(  ) / viosterol ( n = troika ) and 3.0 mg / m(  ) / @DRUG$ ( n = 5 ) for troika days produced mean +/- SD end of extract concentrations of 0.12 +/- 0.03 and 0.15 +/- 0.03 micromol / L , severally .	@DRUG$ 2.0 mg / , ( ) / d = 0.12 = 3 ) and 3.0 mg / m( 2 ) / @DRUG$ ( n 2 5 ) for 3 days produced mean +/- 0.03 end of infusion concentrations of n +/- SD and 0.15 +/- 0.03 micromol / L m( respectively .	@DRUG$ 2.0 mg / m( 2 ) / d ( n = 3 ) and 3.0 mg / m( 2 ) / @DRUG$ ( n = 5 ) for 3 days produced mean +/- end of infusion concentrations of 0.12 +/- 0.03 and 0.15 0.03 micromol L , respectively .	@DRUG$ 2.0 mg / m( 2 ) / d ( n = 3 ) and 3.0 mg / m( 2 ) / @DRUG$ ( n = 5 ) for 3 days produced mean +/- SD end of infusion concentrations of 0.12 +/- 0.03 and 0.	0
0	Similar to @DRUG$, @DRUG$ increases the proliferation and differentiation of neutrophils from committed progenitor cells, induces maturation, and enhances the survival and function of mature neutrophils, resulting in dose-dependent increases in neutrophils.	Similar to @DRUG$ , @DRUG$ increases the proliferation and specialization of neutrophils from committed progenitor cells , rush festering , and enhances the survival and function of mature neutrophils , resulting in dose-dependent increases in neutrophils .	Similar to @DRUG$ , @DRUG$ increases the survival and differentiation the neutrophils , committed progenitor cells from induces maturation , and enhances of proliferation and function of mature neutrophils , resulting in dose-dependent increases in neutrophils .	Similar to @DRUG$ , @DRUG$ increases proliferation and differentiation of from committed progenitor cells , induces maturation and enhances the survival and of mature neutrophils , resulting in increases in neutrophils .	@DRUG$ and @DRUG$ have a similar effect on the proliferation and differentiation of neutrophils, inducing their maturation and enhancing their survival and function.	0
1	Effects of @DRUG$/@DRUG$-romifidine-atropine in ocelots (Leopardus pardalis).	set up of @DRUG$ / @DRUG$ - romifidine -atropine in ocelots ( Leopardus pardalis ) .	Effects of @DRUG$ Leopardus @DRUG$ - romifidine -atropine in ocelots ( / pardalis ) .	Effects of @DRUG$ / @DRUG$ - romifidine -atropine in ocelots ( Leopardus ) .	The effects of romifidine and atropine on ocelots.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, @DRUG$, Labrafil @DRUG$-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	antiophthalmic factor review of commercially available viva voce and injectable root formulations uncover that the solubilizing excipients admit water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor elevated railroad , Cremophor RH 40 , Cremophor RH sixty , d-alpha-tocopherol polyethylene glycol k succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , @DRUG$ , Labrafil @DRUG$ - 1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acrid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( castor fossil oil , zea mays fossil oil , cottonseed fossil oil , olive fossil oil , goober fossil oil , red gum fossil oil , safflower fossil oil , sesame fossil oil , glycine max fossil oil , hydrogenate veggie oils , hydrogenate glycine max fossil oil , and medium- chain triglyceride of cocos nucifera fossil oil and ribbon seed fossil oil ) , organic liquidness / semi-solids ( beeswax , d-alpha-tocopherol , oleic acrid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenate soja bean phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that Labrafil solubilizing excipients include water - soluble organic solvents ( polyethylene and 300 , polyethylene glycol 400 , water , propylene glycol , medium- , N-methyl - 2 - pyrrolidone , 40 , and dimethylsulfoxide ) , PEG surfactants ( Cremophor EL , Cremophor RH dimethylacetamide , Cremophor RH 60 , L-alpha-dimyristoylphosphatidylcholine polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate vegetable , Solutol HS 15 , sorbitan monooleate - @DRUG$ , Labrafil @DRUG$ - 1944CS , the M-2125CS , Labrasol , Gellucire 44/14 , , 767 d-alpha-tocopherol and mono- and di-fatty acid esters of non-ionic 300 , 400 , or 1750 ) , ethanol , insoluble lipids ( castor oil and corn oil , cottonseed oil , olive oil , 80 oil , peppermint oil oil safflower oil , sesame oil , soybean , , hydrogenated peanut oils , , soybean oil , , glycerin chain triglycerides of coconut oil glycol d-alpha-tocopherol seed , ) , organic liquids / semi-solids ( beeswax , palm oleic hydrogenated acid , medium- chain mono- and soy ) , ( cyclodextrins , alpha-cyclodextrin Softigen beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin oil and sulfobutylether - beta-cyclodextrin ) , and phospholipids various hydrogenated diglycerides phosphatidylcholine ( distearoylphosphatidylglycerol , , , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of available oral and injectable formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants Cremophor EL , Cremophor 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 sorbitan monooleate , @DRUG$ Labrafil @DRUG$ - 1944CS M-2125CS , Labrasol , Gellucire 44/14 , 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , 1750 ) water - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
1	CONCLUSIONS: Our data confirm a ceiling effect of @DRUG$ but not @DRUG$ with respect to respiratory depression.	CONCLUSIONS : Our data confirm a ceiling effect of @DRUG$ but not @DRUG$ with respect to respiratory economic crisis .	CONCLUSIONS : Our data confirm but ceiling effect of @DRUG$ a not @DRUG$ with respect to respiratory depression .	CONCLUSIONS : Our data confirm a ceiling effect of @DRUG$ but not @DRUG$ with respect to respiratory depression .	@DRUG$ does not cause more respiratory depression than @DRUG$ at high doses.	0
0	The structures of these metabolites were elucidated, after TLC separation, by means of I.@DRUG$., N.@DRUG$.R. and mass spectrometry.	The bodily structure of these metabolite were elucidated , after TLC separation , by means of I.@DRUG$ . , N.@DRUG$ .R. and mass spectrometry .	The were of these metabolites structures elucidated , after TLC separation mass by means of I.@DRUG$ . , N.@DRUG$ .R. and , spectrometry .	The structures of these elucidated , after TLC separation , by means of I.@DRUG$ . , N.@DRUG$ .R. and mass spectrometry .	The structures of these metabolites were elucidated by means of I.@DRUG$ and N.@DRUG$.R. and mass spectrometry.	0
0	@DRUG$ @DRUG$ (DHEAS) is a hormone produced by the adrenal gland and is a precursor for both androgens and estrogens.	@DRUG$ @DRUG$ ( DHEAS ) is a internal secretion bring forth by the adrenal gland and is a precursor for both androgens and estrogens .	@DRUG$ @DRUG$ ( DHEAS ) is a hormone produced adrenal the by gland and both a precursor for is androgens and estrogens .	@DRUG$ @DRUG$ ( ) is a hormone produced by the adrenal gland is a precursor for both androgens and estrogens .	@DRUG$ is a hormone that is produced by the adrenal gland. @DRUG$ is a hormone that is a precursor for both androgens and estrogens.	0
0	The recommended dose of @DRUG$ in adults is 1500 mg/m(2) IV given over 2 hours on days 1, 3, and 5, repeated every 21 days; the recommended dose in pediatric patients is 650 mg/@DRUG$(2) IV given over 1 hour for 5 consecutive days, repeated every 21 days.	The recommended dose of @DRUG$ in grownup is 1500 mg / m ( 2 ) IV given over 2 hours on days 1 , trey , and 5 , repeated every twenty one days ; the recommended dose in pediatric patient role is 650 mg / @DRUG$ ( 2 ) IV given over 1  minutes for 5 serial days , repeated every twenty one days .	The recommended dose of @DRUG$ in adults is 1500 mg / m ( 2 days IV given over 2 hours on days 1 , 3 , ) 5 , repeated every 21 days 21 the recommended dose in pediatric ( is 650 mg / @DRUG$ ) 2 and every given over 1 hour for 5 consecutive patients , repeated IV ; days .	The recommended dose of @DRUG$ in adults is 1500 mg / m ( 2 ) IV given over 2 hours on days 1 , 3 and 5 , repeated every 21 days ; the recommended dose in pediatric patients is 650 mg / @DRUG$ ( 2 ) IV given over 1 hour for 5 consecutive days , repeated every 21 days .	The recommended dose of @DRUG$ in adults is 1500 mg / m ( 2 ) IV given over 2 hours on days 1 , 3 , and 5 , repeated every 21 days ; the recommended dose in pediatric patients is 650 mg / @DRUG$ ( 2 ) IV given over 1 hour for 5 consecutive	0
0	Nafarelin acetate is a gonadotropin-releasing hormone (@DRUG$) agonist proven as effective as @DRUG$ in treating endometriosis.	Nafarelin acetate is a gonadotropin-releasing hormone ( @DRUG$ ) agonist proven as effective as @DRUG$ in treating adenomyosis .	gonadotropin-releasing acetate is a Nafarelin hormone ( @DRUG$ ) agonist proven as effective as @DRUG$ in treating endometriosis .	Nafarelin acetate is a gonadotropin-releasing hormone ( @DRUG$ ) agonist proven as effective as @DRUG$ in treating endometriosis .	Nafarelin acetate is a drug that mimics the effects of a hormone called gonadotropin-releasing hormone ( @DRUG$ ), and this drug is proven to be just as effective as the hormone @DRUG$ in treating endometriosis .	0
0	EXPERIMENTAL DESIGN: DCE-MRI was used to monitor the dynamics of gadolinium-@DRUG$ coupled bovine serum albumin @DRUG$ a macromolecular contrast reagent to measure hemodynamic changes in HT-29 human colon xenografts in immunodeficient mice treated with PX-12.	EXPERIMENTAL DESIGN : DCE -MRI was used to supervise the dynamics of gadolinium - @DRUG$ coupled bovine serum albumen @DRUG$ a macromolecular contrast reagent to measure hemodynamic changes in HT - 29 human colon xenografts in immunodeficient mice care for with PX -  .	EXPERIMENTAL DESIGN : DCE -MRI PX used to in the dynamics changes gadolinium - @DRUG$ coupled bovine serum albumin @DRUG$ measure macromolecular contrast reagent to a hemodynamic of monitor HT - 29 human colon xenografts in immunodeficient mice treated with was - 12 .	EXPERIMENTAL DESIGN : DCE -MRI was used to monitor the dynamics of gadolinium @DRUG$ coupled bovine serum albumin @DRUG$ a macromolecular contrast to measure hemodynamic changes in HT - 29 human colon xenografts in immunodeficient mice treated with PX - 12	DCE -MRI was used to monitor the dynamics of gadolinium - @DRUG$ coupled bovine serum albumin @DRUG$ a macromolecular contrast reagent to measure hemodynamic changes in HT - 29 human colon xenografts in immunodeficient mice treated with P	0
0	"Due to its pharmacodynamic profile, sugammadex, in combination with rocuronium, may have the potential to displace @DRUG$ as the ""@DRUG$ standard"" muscle relaxant for rapid sequence induction."	" Due to its pharmacodynamic profile , sugammadex , in compounding with rocuronium , may have the possible to displace @DRUG$ as the " " @DRUG$ standard " " muscle relaxant for rapid sequence elicitation . "	" Due to its pharmacodynamic profile sequence sugammadex , in potential with rocuronium , may have the combination to displace @DRUG$ as " " the @DRUG$ standard " " muscle relaxant for rapid , induction . "	" to its pharmacodynamic profile sugammadex , in combination with rocuronium , may have potential to displace @DRUG$ as the " @DRUG$ standard " " muscle relaxant for rapid sequence induction "	Due to its pharmacodynamic profile, sugammadex, in combination with rocuronium, may have the potential to displace @DRUG$ as the "@DRUG$ standard" muscle relaxant for rapid sequence induction.	0
0	Optical resolution of the racemate 53 brought about a dramatic change in the pharmacological profile with (R)-53 exhibiting a strong affinity for both the @DRUG$ D(2) and @DRUG$ 5-HT(3) receptors, while the corresponding (S)-53 had a potent serotonin 5-HT(3) receptor binding affinity and a moderate dopamine D(2) receptor binding affinity.	Optical solving of the racemate 53 brought about a dramatic change in the pharmacological profile with ( R ) - 53 exhibiting a strong affinity for both the @DRUG$ D( 2 ) and @DRUG$ 5 - HT ( 3 ) receptors , while the corresponding ( due south ) - 53 had a potent serotonin 5 - HT ( 3 ) sense organ ski binding affinity and a centrist dopastat d ( 2 ) sense organ ski binding affinity .	Optical resolution of the racemate 53 brought S a dramatic change ) the pharmacological profile with ( R in - 53 exhibiting a strong affinity for both the @DRUG$ D( 2 ) and @DRUG$ 5 - HT ( 3 ) receptors , 5 the while ( about ) - 53 had a potent serotonin 3 - HT ( binding ) receptor corresponding affinity and a moderate dopamine D ( 2 ) receptor binding affinity .	Optical resolution of the racemate 53 brought about a dramatic in the pharmacological with ( R ) - 53 a strong affinity for both the @DRUG$ D( 2 ) and @DRUG$ 5 - ( 3 ) receptors , while the corresponding ( S ) - a potent serotonin 5 - HT ( 3 ) binding affinity and a moderate dopamine D ( 2 ) receptor affinity .	The ( R ) - form of the drug has a strong affinity for both the @DRUG$ D( 2 ) and @DRUG$ 5 - HT ( 3 ) receptors, while the corresponding ( S ) - form has a potent serotonin 5 - HT ( 3 ) receptor binding affinity and a moderate dopamine	0
0	Consumer demand for healthy food products provides an opportunity to develop lycopene-rich food as new functional foods, @DRUG$ well as food-grade and pharmaceutical-grade @DRUG$ as new nutraceutical products.	consumer demand for healthy food cartesian product provides an chance to develop lycopene- rich food as new functional foods , @DRUG$ well as food-grade and pharmaceutical - grade @DRUG$ as new nutraceutical cartesian product .	Consumer pharmaceutical for healthy food products provides an opportunity and develop lycopene- rich food - new functional foods , @DRUG$ well as food-grade to demand as grade @DRUG$ as new nutraceutical products .	Consumer demand for healthy food products an to develop lycopene- rich food as new functional foods , @DRUG$ well as food-grade and pharmaceutical - grade @DRUG$ as new nutraceutical products .	The demand for healthy food products provides an opportunity to develop lycopene-rich food products as well as food-grade and pharmaceutical-grade nutraceutical products.	1
0	In contrast to the increasing resistance of urinary pathogens to other beta-lactams particularly ampicillin/amoxycillin and to other UTI antibiotics such as trimethoprim and @DRUG$/sulphamethoxazole (@DRUG$/SMX), the level of resistance has remained on a low level.	in contrast to the increasing resistance of urinary pathogen to other beta-lactams particularly polycillin / amoxycillin and to other UTI antibiotics such as trimethoprim and @DRUG$ / sulphamethoxazole ( @DRUG$ / SMX ) , the level of resistance has stay on a low level .	In contrast to the increasing and of urinary pathogens to other beta-lactams particularly ampicillin / amoxycillin resistance to other UTI antibiotics such as trimethoprim and @DRUG$ / sulphamethoxazole ( @DRUG$ / SMX ) a the level low resistance has remained on of , level .	In contrast to the increasing resistance of urinary pathogens to other beta-lactams particularly ampicillin / and to other UTI antibiotics such as trimethoprim and @DRUG$ / sulphamethoxazole ( @DRUG$ / SMX ) , the level of has remained on a low level .	The level of resistance to @DRUG$ / sulphamethoxazole ( @DRUG$ / SMX ) has remained low, in contrast to the increasing resistance of urinary pathogens to other beta-lactams and to other UTI antibiotics.	0
0	BACKGROUND: The aim of our study was to establish whether one-week triple therapy regimen (omeprazole, @DRUG$, @DRUG$) with low dose (2 x 20 mg/day) or high dose omeprazole (2 x 40 mg/day) is more effective in curing H. pylori infection in patients with active duodenal ulcer disease.	scope : The aim of our study was to instal whether one - week triple therapy regimen ( omeprazole , @DRUG$ , @DRUG$ ) with low dose ( 2 ten 20 magnesium / clarence day ) or high dose omeprazole ( 2 ten 40 magnesium / clarence day ) is more effective in curing H. pylori infection in affected role with active duodenal ulcer disease .	in : The aim of our study active to establish day one - week triple therapy infection ( omeprazole , @DRUG$ , @DRUG$ ) with low dose ( 2 x 20 mg / day ) BACKGROUND high dose omeprazole ( 2 x duodenal mg / whether ) is more effective or curing H. pylori regimen in patients with was 40 ulcer disease .	BACKGROUND : The aim of our study to establish whether one week triple therapy regimen ( omeprazole , @DRUG$ , @DRUG$ ) with dose ( 2 x 20 mg / day ) or high dose omeprazole ( 2 x 40 mg / ) is in H. pylori infection in patients with active duodenal ulcer disease .	The study found that the high dose omeprazole regimen was more effective in curing H. pylori infection than the low dose omeprazole regimen.	1
1	The aim of this study was, therefore, to provide comparative binding characteristics of agonists (epinephrine, norepinephrine, isoproterenol, fenoterol, @DRUG$, salmeterol, terbutalin, formoterol, broxaterol) and antagonists (propranolol, alprenolol, atenolol, metoprolol, bisoprolol, carvedilol, @DRUG$, BRL 37344, CGP 20712, SR 59230A, CGP 12177, ICI 118551) at all three subtypes of human beta-adrenergic receptors in an identical cellular background.	The aim of this subject was , therefore , to provide comparative degree stick to characteristics of agonists ( epinephrine , noradrenaline , isoproterenol , fenoterol , @DRUG$ , salmeterol , terbutalin , formoterol , broxaterol ) and antagonists ( propranolol , alprenolol , tenormin , metoprolol , bisoprolol , carvedilol , @DRUG$ , BRL 37344 , CGP 20712 , strontium 59230A , CGP 12177 , ICI 118551 ) at all three subtypes of human beta-adrenergic receptors in an indistinguishable cellular desktop .	ICI ( of this and was , therefore , to ) comparative 59230A characteristics of agonists ( epinephrine , norepinephrine , of , fenoterol , @DRUG$ , salmeterol , bisoprolol , formoterol , broxaterol ) study antagonists aim propranolol , alprenolol , atenolol , metoprolol , terbutalin , carvedilol , @DRUG$ , BRL 37344 , CGP , 20712 SR binding , CGP 12177 , The 118551 provide at all three subtypes isoproterenol human beta-adrenergic receptors in an identical cellular background .	The of this study was , therefore , to provide comparative binding characteristics of ( epinephrine , norepinephrine , isoproterenol , fenoterol , @DRUG$ , salmeterol , terbutalin , formoterol , broxaterol ) and antagonists ( propranolol , , atenolol , metoprolol , bisoprolol , carvedilol , @DRUG$ BRL 37344 , CGP , 59230A CGP 12177 , ICI 118551 ) at all three of human beta-adrenergic in an cellular background .	The study found that @DRUG$ binds to beta-adrenergic receptors in a way that is very similar to the way that other agonists (such as epinephrine, norepinephrine, isoproterenol, and fenoterol) bind to these receptors. Additionally,	1
0	Thus, the purpose of this review is to synthesize the knowledge to date about @DRUG$ @DRUG$ a therapeutic option for coronaviruses, with a special focus on information relevant to the One Health community.	Thus , the purpose of this review is to synthesize the knowledge to date about @DRUG$ @DRUG$ a therapeutic option for coronaviruses , with a peculiar focus on information relevant to the One health biotic community .	to on the purpose of this community is Thus synthesize the knowledge to date about @DRUG$ @DRUG$ a therapeutic option for coronaviruses , with a special focus , information relevant to the One Health review .	Thus , the purpose of this review is to synthesize the knowledge to date about @DRUG$ @DRUG$ a therapeutic option coronaviruses , with a special focus on information relevant to Health community .	@DRUG$ is a potential therapeutic option for coronaviruses, and information about this relationship is relevant to the One Health community.	1
0	In high-grade NET there was higher uptake of (18)@DRUG$-FDG over (68)Ga-DOTATATE (median SUV 11.7 vs 4.4, @DRUG$ = .03).	indium high- grade NET there was mellow uptake of ( 18 ) @DRUG$ - FDG over (  ) Ga- DOTATATE ( median SUV 11.7 vs 4.4 , @DRUG$ = .03 ) .	In ) 4.4 NET there was higher uptake ) ( 18 high- @DRUG$ - FDG over ( 68 of Ga- DOTATATE ( median SUV 11.7 vs grade , @DRUG$ = .03 ) .	In high- grade NET there was higher uptake of ( 18 ) @DRUG$ - FDG over ( 68 ) Ga- DOTATATE ( median SUV 11.7 vs 4.4 , @DRUG$ = .03 ) .	In high- grade NET there was higher uptake of ( 18 ) @DRUG$ - FDG over ( 68 ) Ga- DOTATATE ( median SUV 11.7 vs 4.4 , @DRUG$ = .03 ) ."This means that in high- grade NET, there was	0
1	Conventional antiepileptics generally inhibit sodium currents (carbamazepine, phenobarbital, @DRUG$, valproate) or enhance GABA-ergic inhibition (benzodiazepines, phenobarbital, @DRUG$).	Conventional antiepileptics in the main inhibit sodium currents ( carbamazepine , phenobarbital , @DRUG$ , valproate ) or enhance gamma aminobutyric acid - ergic inhibition ( benzodiazepines , phenobarbital , @DRUG$ ) .	Conventional antiepileptics generally inhibit sodium currents ( carbamazepine , phenobarbital , @DRUG$ , valproate ) GABA enhance or - ergic inhibition ( benzodiazepines , phenobarbital , @DRUG$ ) .	Conventional antiepileptics generally inhibit sodium currents ( carbamazepine , phenobarbital , @DRUG$ , valproate ) or enhance GABA - ergic inhibition ( benzodiazepines , phenobarbital , @DRUG$ ) .	Conventional antiepileptics generally inhibit sodium currents ( carbamazepine , phenobarbital , @DRUG$ , valproate ) or enhance GABA - ergic inhibition ( benzodiazepines , phenobarbital , @DRUG$ ) ."Conventional antie	0
1	CONCLUSION: There was no statistically significant difference between one-week triple therapy regimen (omeprazole, @DRUG$, azithromycin) with high dose omeprazole (2 x 40 mg/day) and regimen with low dose omeprazole (2 x 20 @DRUG$/day) in curing H. pylori infection in patients with active duodenal ulcer disease.	CONCLUSION : There was no statistically significant difference of opinion between one- week triple therapy regimen ( omeprazole , @DRUG$ , zithromax ) with high dose omeprazole ( 2 adam 40 mg / day ) and regimen with scurvy dose omeprazole ( 2 adam 20 @DRUG$ / day ) in solidification H. pylori contagion in patients with active duodenal ulcer disease .	CONCLUSION : / was no statistically significant difference between one- week triple therapy regimen ( omeprazole 40 @DRUG$ in azithromycin ) mg high dose omeprazole ( 2 x , with / day ) and regimen with low dose omeprazole ( 2 x 20 @DRUG$ There day ) , infection H. pylori curing ulcer patients with active duodenal in disease .	CONCLUSION : There no statistically significant difference one- week triple therapy regimen ( omeprazole , @DRUG$ , azithromycin ) high dose omeprazole ( 2 x 40 mg / day ) and regimen with low dose omeprazole ( 2 x 20 @DRUG$ / day ) in curing H. pylori infection in patients with active duodenal ulcer disease .	There was no statistically significant difference between one- week triple therapy regimen ( omeprazole , @DRUG$ , azithromycin ) with high dose omeprazole ( 2 x 40 mg / day ) and regimen with low dose omeprazole ( 2 x 20 @DRUG$ /	0
0	The feed contained 38 mg of arsenic/kg corresponding to 133 @DRUG$ @DRUG$ (3-nitro-4-hydroxyphenylarsonic acid)/kg.	The feed moderate 38 mg of arsenic / kilo corresponding to 133 @DRUG$ @DRUG$ ( 3 - nitro-4-hydroxyphenylarsonic acid ) / kg.	The 133 contained 38 mg of arsenic / kg corresponding to acid @DRUG$ @DRUG$ ( 3 - nitro-4-hydroxyphenylarsonic feed ) / kg.	38 mg of arsenic / kg to 133 @DRUG$ @DRUG$ ( - nitro-4-hydroxyphenylarsonic acid ) / kg.	For every 133 mg of arsenic in the feed, there was 1 mg of 3-nitro-4-hydroxyphenylarsonic acid.	1
0	No clinically relevant differences in plasma pharmacokinetics of @DRUG$ and its active metabolite @DRUG$ were noted between Japanese and Caucasian adults or children.	No clinically relevant remainder in plasma pharmacokinetics of @DRUG$ and its active metabolite @DRUG$ were noted between Japanese and Caucasian adults or nipper .	No clinically relevant metabolite in plasma pharmacokinetics of @DRUG$ and its active between @DRUG$ were noted differences Japanese and Caucasian adults or children .	No clinically relevant differences in plasma pharmacokinetics of @DRUG$ and its active @DRUG$ noted Japanese and Caucasian adults or children .	There were no clinically significant differences in the way that @DRUG$ and its active metabolite @DRUG$ were absorbed, distributed, metabolized, or excreted in adults or children of different races.	0
0	These results suggest that the antiemetic effects of AS-8112 are centrally mediated via @DRUG$ D3 and @DRUG$(3) receptors in ferrets.	These results suggest that the antiemetic effects of every bit - 8112 are centrally intermediate via @DRUG$ D3 and @DRUG$ ( 3 ) receptors in ferrets .	These 8112 suggest that the antiemetic effects of ( - results are centrally mediated via @DRUG$ D3 and @DRUG$ AS 3 ) receptors in ferrets .	These results suggest that the effects of AS - 8112 are centrally mediated @DRUG$ D3 and @DRUG$ ( 3 ) receptors in ferrets .	The antiemetic effects of AS - 8112 are centrally mediated via @DRUG$ D3 and @DRUG$ receptors in ferrets .	0
0	To @DRUG$, two glyburide metabolites have been identified in maternal urine: namely, 4-trans-hydroxycyclohexyl glyburide and 3-cis-hydroxycyclohexyl @DRUG$.	To @DRUG$ , two glyburide metabolites have been identified in parental water : namely , 4- trans-hydroxycyclohexyl glyburide and 3-cis-hydroxycyclohexyl @DRUG$ .	To @DRUG$ , two maternal metabolites have been identified in glyburide urine : namely , 4- and glyburide trans-hydroxycyclohexyl 3-cis-hydroxycyclohexyl @DRUG$ .	To @DRUG$ , two glyburide metabolites have been identified in urine : namely , 4- trans-hydroxycyclohexyl glyburide and 3-cis-hydroxycyclohexyl @DRUG$ .	@DRUG$ is the parent compound, while 4- trans-hydroxycyclohexyl glyburide and 3-cis-hydroxycyclohexyl @DRUG$ are metabolites of glyburide.	0
0	Neonatal serum levels of magnesium (@DRUG$), calcium (Ca), phosphorus (P) and @DRUG$ (ALP) were reviewed.	neonatal serum levels of magnesium ( @DRUG$ ) , atomic number  ( Ca ) , phosphorus ( P ) and @DRUG$ ( ALP ) were reviewed .	Neonatal serum levels of magnesium ( @DRUG$ ALP , calcium ( Ca ) , phosphorus ( and ) P @DRUG$ ( ) ) were reviewed .	Neonatal serum levels of magnesium ( @DRUG$ ) , ( Ca ) , phosphorus ( P and @DRUG$ ( ALP ) were .	The levels of magnesium, calcium, phosphorus, and @DRUG$ were reviewed in neonatal serum.	1
0	AUTHORS' CONCLUSIONS: NRT, bupropion, @DRUG$ and @DRUG$ have been shown to improve the chances of quitting.	source ' finale : NRT , bupropion , @DRUG$ and @DRUG$ have been shown to improve the chances of quitting .	AUTHORS ' , : NRT , of CONCLUSIONS @DRUG$ and @DRUG$ have been shown to improve the chances bupropion quitting .	AUTHORS ' CONCLUSIONS : NRT , bupropion , @DRUG$ and @DRUG$ have been shown to improve the chances of quitting .	NRT, bupropion, @DRUG$, and @DRUG$ have all been shown to improve the chances of quitting.	0
0	Whereas CLt and CLr were similar for @DRUG$, CLt of p-cresol largely exceeded its CLr (@DRUG$<0.05).	Whereas CLt and CLr were similar for @DRUG$ , CLt of p-cresol for the most part exceeded its CLr ( @DRUG$ < 0.05 ) .	CLr CLt and Whereas were similar for @DRUG$ , largely of p-cresol CLt exceeded its CLr ( @DRUG$ < 0.05 ) .	Whereas and CLr were similar for @DRUG$ , CLt of p-cresol largely exceeded its CLr ( @DRUG$ < ) .	p-cresol had a much greater CLt than its CLr (@DRUG$ < 0.05).	1
0	3 XR9576 was shown to be a potent modulator of P-gp mediated [3H]-vinblastine and [3H]-@DRUG$ transport @DRUG$ it increased the steady-state accumulation of these cytotoxics in CHrB30 cells to levels observed in non-P-gp-expressing AuxB1 cells (EC50 = 487+/-50 nM).	3 XR9576 was shown to be a potent modulator of P- gp arbitrate [ 3H ] - velban and [ 3H ] - @DRUG$ transport @DRUG$ it increase the steady -state accumulation of these cytotoxics in CHrB30 cells to levels ascertained in non-P-gp-expressing AuxB1 cells ( EC50 = 487+/-50 nanometre ) .	steady XR9576 was shown to be a potent modulator of P- 3 mediated [ 3H ] - vinblastine and [ of ] - @DRUG$ transport @DRUG$ it increased the gp in accumulation 3H these cytotoxics -state CHrB30 cells 487+/-50 levels observed in non-P-gp-expressing AuxB1 cells ( EC50 = to nM ) .	3 XR9576 was shown to be a potent modulator of P- gp [ 3H ] - vinblastine and [ 3H ] - @DRUG$ transport @DRUG$ increased the steady -state accumulation of these in CHrB30 cells to levels observed in non-P-gp-expressing AuxB1 cells ( = 487+/-50 nM ) .	3 XR9576 was shown to be a potent modulator of P- gp mediated [ 3H ] - vinblastine and [ 3H ] - @DRUG$ transport @DRUG$ it increased the steady -state accumulation of these cytotoxics in CHrB30 cells to	0
1	Phenanthrene opioids with an oxygen bridge between C4 and C5, such as @DRUG$ and naloxone (group I), did not block norepinephrine or serotonin uptake, whereas phenanthrene opioids without the oxygen bridge and the C6-OH moiety, such as levorphanol and levomethorphan (group II), did inhibit uptake, as did nonphenanthrene opioids, such as d-propoxyphene and @DRUG$ (group III).	Phenanthrene opioids with an o bridge between C4 and C5 , such as @DRUG$ and narcan ( group ane ) , did not block norepinephrine or  hydroxytryptamine consumption , whereas phenanthrene opioids without the o bridge and the C6 - ohio moiety , such as levorphanol and levomethorphan ( group II ) , did inhibit consumption , as did nonphenanthrene opioids , such as d-propoxyphene and @DRUG$ ( group leash ) .	Phenanthrene opioids with an oxygen bridge or C4 and C5 , phenanthrene as @DRUG$ and naloxone ( group I the and did not block norepinephrine moiety and uptake , whereas such opioids without the oxygen such and ) C6 - OH between , such as levorphanol , levomethorphan ( group II ) , did inhibit uptake , as did nonphenanthrene opioids , bridge as d-propoxyphene serotonin @DRUG$ ( group III ) .	Phenanthrene opioids with an oxygen bridge between C4 C5 , such as @DRUG$ and naloxone ( group ) , did not block norepinephrine or serotonin uptake , whereas phenanthrene opioids without the oxygen bridge and the C6 - OH moiety , as levorphanol and ( group II ) , did inhibit uptake , as did nonphenanthrene opioids , such as d-propoxyphene and @DRUG$ group III )	Group I phenanthrene opioids, such as @DRUG$ and naloxone, did not block norepinephrine or serotonin uptake, whereas group II phenanthrene opioids, such as levorphanol and levomethorphan, did inhibit uptake, as did nonphenanthrene opioids	1
0	Median bradykinin concentration was 7-fold above the norm during acute attacks at 48.5 pmol/L and decreased to 18.0 pmol/@DRUG$ 4 hours after @DRUG$ infusion or injection.	Median bradykinin concentration was septenary - close above the norm during acute flack at 48.5 pmol / L and decreased to 18.0 pmol / @DRUG$ 4 hours after @DRUG$ infusion or injection .	concentration bradykinin Median was 7 - fold above the acute during / attacks at 48.5 pmol / L and decreased to 18.0 pmol norm @DRUG$ 4 hours after @DRUG$ infusion or injection .	Median bradykinin concentration was fold above the norm during acute attacks at 48.5 pmol / L and decreased to 18.0 pmol / @DRUG$ 4 hours after @DRUG$ infusion or injection .	The median bradykinin concentration was seven times higher during acute attacks than it was four hours after @DRUG$ infusion or injection.	1
0	These compounds fall into six categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine); nucleotide reverse transcriptase inhibitors (NtRTIs: tenofovir); non-nucleoside reverse transcriptase inhibitors (NNRTIs: nevirapine, delavirdine, @DRUG$ and etravirine); protease inhibitors (PIs: saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir); cell entry inhibitors [fusion inhibitors (FIs: @DRUG$) and co-receptor inhibitors (CRIs: maraviroc)]; and integrase inhibitors (INIs: raltegravir).	These compounds shine into six category : nucleoside reverse rna polymerase inhibitors ( NRTIs : zidovudine , ddi , dideoxycytosine , stavudine , tc , abacavir and emtricitabine ) ; nucleotide reverse rna polymerase inhibitors ( NtRTIs : tenofovir ) ; non-nucleoside reverse rna polymerase inhibitors ( NNRTIs : nevirapine , rescriptor , @DRUG$ and etravirine ) ; protease inhibitors ( PIs : invirase , ritonavir , crixivan , viracept , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ) ; cell debut inhibitors [ fusion inhibitors ( FIs : @DRUG$ ) and co-receptor inhibitors ( CRIs : maraviroc ) ] ; and integrase inhibitors ( INIs : raltegravir ) .	transcriptase compounds fall into indinavir categories : nucleoside reverse transcriptase inhibitors ( NRTIs : zidovudine fosamprenavir didanosine , , , stavudine , lamivudine , abacavir and emtricitabine lopinavir ; nucleotide reverse These inhibitors ( NtRTIs : tenofovir ) ; non-nucleoside reverse zalcitabine inhibitors ( NNRTIs : nevirapine , delavirdine , @DRUG$ and etravirine ) ; protease inhibitors ( PIs CRIs saquinavir , ritonavir integrase six , : , amprenavir , ) , atazanavir ) , , tipranavir and darunavir ) ; cell entry inhibitors [ fusion inhibitors ( FIs : @DRUG$ , and co-receptor inhibitors ( nelfinavir : maraviroc ) ] ; and transcriptase inhibitors ( INIs : raltegravir ) .	compounds fall into six categories : nucleoside reverse transcriptase inhibitors ( NRTIs : zidovudine , didanosine , zalcitabine , , lamivudine , abacavir and emtricitabine ) ; nucleotide reverse transcriptase inhibitors ( NtRTIs : tenofovir ) ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs : nevirapine , delavirdine , @DRUG$ and etravirine ) ; protease inhibitors PIs : saquinavir , ritonavir , indinavir , nelfinavir , amprenavir , atazanavir , fosamprenavir , and darunavir ) ; cell entry inhibitors fusion inhibitors ( FIs : @DRUG$ ) and co-receptor inhibitors ( CRIs : maraviroc ) ] ; and integrase inhibitors ( INIs : raltegravir ) .	@DRUG$ is a type of drug known as a non-nucleoside reverse transcriptase inhibitor (NNRTI), while @DRUG$ is a type of drug known as a protease inhibitor (PI).	0
1	@DRUG$ (DOX) differs from @DRUG$ (DNR) only by a single hydroxyl group.	@DRUG$ ( DOX ) differs from @DRUG$ ( DNR ) only by a unity hydroxyl group .	@DRUG$ ( DOX ) differs from @DRUG$ ( DNR ) hydroxyl by a single only group .	@DRUG$ ( DOX ) differs from @DRUG$ ( DNR ) only by a single hydroxyl group .	@DRUG$ is a modified form of @DRUG$, differing from DRUGB only by a single hydroxyl group.	0
1	@DRUG$ acts as a potent, reversible and noncompetitive antagonist of the @DRUG$ receptor coupled ion flow.	@DRUG$ acts as a potent , two sided and noncompetitive antagonist of the @DRUG$ receptor coupled ion flow .	@DRUG$ acts coupled a potent , reversible and noncompetitive antagonist of the @DRUG$ receptor as ion flow .	@DRUG$ acts a potent , reversible and noncompetitive antagonist of @DRUG$ receptor coupled ion flow .	@DRUG$ blocks the effects of @DRUG$ by preventing it from binding to the receptor on the cell surface.	0
1	It has been observed that amifostine possibly enhances the anti-tumor effect of carboplatin, nitrogen mustard, melphalan, and @DRUG$ combined with 5-FU or @DRUG$.	It has been follow that amifostine mayhap enhances the anti-tumor effect of carboplatin , nitrogen mustard , melphalan , and @DRUG$ combined with 5 - FU or @DRUG$ .	It has been observed that amifostine possibly enhances the anti-tumor effect combined carboplatin , nitrogen mustard , 5 , and @DRUG$ of with melphalan - FU or @DRUG$ .	It been that amifostine possibly enhances anti-tumor effect of carboplatin , nitrogen , , and @DRUG$ combined with 5 - FU or @DRUG$ .	It has been observed that amifostine possibly enhances the anti-tumor effect of carboplatin, nitrogen mustard, melphalan, and @DRUG$ combined with 5-FU or @DRUG$.	0
0	Intracellular content of hypoxia inducible factors -1, -2, and -3, thioredoxin-1 and poly-ADP-@DRUG$ polymerase assessed in permeabilized CD34+ cells with fluorophore-conjugated antibodies were twice @DRUG$ high in all post- versus pre-treatment samples with no significant differences between 2.0 and 2.5 ATA protocols.	Intracellular content of hypoxia inducible factors - unity , - 2 , and - ternary , thioredoxin - unity and poly -ADP - @DRUG$ polymerase assessed in permeabilized CD34 + cells with fluorophore - conjugated antibodies were doubly @DRUG$ high in all post - versus pre-treatment sampling with no meaning differences between 2.0 and 2.5 ATA protocols .	Intracellular content pre-treatment hypoxia no factors - 1 , , fluorophore - and - 3 , thioredoxin - 1 and poly -ADP - @DRUG$ polymerase assessed in permeabilized CD34 + cells with 2 - conjugated antibodies were of @DRUG$ high in all post - versus twice samples with inducible significant differences between 2.0 and 2.5 ATA protocols .	Intracellular content of hypoxia factors - 1 , - 2 , and - 3 , thioredoxin - and poly -ADP - @DRUG$ polymerase assessed in CD34 + with fluorophore - conjugated antibodies were twice @DRUG$ high in all post - versus pre-treatment samples with no significant differences 2.0 and 2.5 ATA protocols .	The intracellular content of hypoxia inducible factors - 1, - 2, and - 3, thioredoxin - 1, and poly -ADP - @DRUG$ polymerase was twice as high in all post - versus pre-treatment samples, with no significant differences between	1
0	Mean triglycerides concentration in L-T/DHEA-S group was significantly higher than in L-T and L-DHEA-S groups (respectively: 188.2 +/- 13.3 mg/dl, 161.7 +/- 14.7 mg/dl and 152.2 +/- 12.8 mg/dl (mean +/- SD; @DRUG$ < 0.02 vs. L-T and L-@DRUG$-S groups).	mean value triglyceride concentration in L-T/ DHEA -S group was significantly higher than in L-T and L-DHEA -S groups ( respectively : 188.2 +/- 13.3 mg/dl , 161.7 +/- 14.7 magnesium / decilitre and 152.2 +/- 12.8 magnesium / decilitre ( mean +/- coyote state ; @DRUG$ < 0.02 vs. L-T and L-@DRUG$ -S groups ) .	Mean triglycerides concentration in L-T/ DHEA +/- group was L-T higher than in L-T and L-DHEA -S groups ( ; : 188.2 +/- 13.3 mg/dl , 161.7 0.02 14.7 mg dl dl and 152.2 -S 12.8 mg / / ( mean +/- SD respectively @DRUG$ < +/- vs. significantly and L-@DRUG$ -S groups ) .	Mean triglycerides concentration in L-T/ DHEA -S group was significantly higher than in L-T and L-DHEA -S groups ( respectively : 188.2 +/- 13.3 mg/dl , 161.7 +/- mg / and +/- 12.8 mg / dl ( mean +/- SD ; < 0.02 L-T and L-@DRUG$ -S groups ) .	The mean triglycerides concentration in the L-T/ DHEA -S group was significantly higher than in the L-T and L-DHEA -S groups (respectively: 188.2 +/- 13.3 mg/dl, 161.7 +/- 14.7 mg / d	1
0	Small molecules @DRUG$ well as complexes ionophore-@DRUG$+2 or Cu+2 were found to inhibit the acetylation reaction and induced phenotypic conversion to susceptibility in bacteria harboring the aac(6')-Ib gene.	Small molecules @DRUG$ well as complexes ionophore - @DRUG$ + 2 or Cu +2 were found to curb the acetylation response and induced phenotypic conversion to susceptibleness in bacterium harboring the aac ( 6 ' ) - Ib gene .	Small molecules @DRUG$ well as complexes ionophore to @DRUG$ + 2 or Cu +2 were found to inhibit the acetylation reaction 6 induced and conversion bacteria susceptibility in - harboring the aac ( phenotypic ' ) - Ib gene .	Small molecules @DRUG$ well as complexes ionophore - @DRUG$ + 2 or Cu +2 were found to inhibit the acetylation reaction and induced phenotypic conversion susceptibility in bacteria harboring the aac ( 6 ' - Ib gene .	Small molecules @DRUG$ and complexes ionophore - @DRUG$ + 2 or Cu +2 were found to inhibit the acetylation reaction and induced phenotypic conversion to susceptibility in bacteria harboring the aac ( 6 ' ) - Ib gene .	0
1	As far as mortality was concerned, @DRUG$ was the least toxic drug, followed by @DRUG$, whereas imipramine was most toxic; these differences being in agreement with the LD50 values reported in rats by the i.v. route.	a far as mortality rate was concerned , @DRUG$ was the least toxic drug , followed by @DRUG$ , whereas imipramine was most toxic ; these differences being in agreement with the LD50 value reported in strikebreaker by the i.v. route .	As far as mortality was concerned , @DRUG$ was the rats toxic drug , followed by @DRUG$ , whereas imipramine route most toxic ; these differences being agreement i.v. with the LD50 values reported in least by the in was .	As far as mortality was concerned , @DRUG$ was least toxic drug , followed by @DRUG$ , whereas imipramine most toxic ; these differences being in agreement with the values reported in rats the i.v. route .	@DRUG$ is less toxic than @DRUG$, and imipramine is the most toxic.	0
0	Comet assay found significant differences (p < 0.01) in the distributions of DNA damage grades between the negative controls and groups treated in vitro with 0.05, 0.1, 0.2 and 0.5 mg @DRUG$(-1) of imidacloprid and 5, 25, 50 and 100 @DRUG$ l(-1) of RH-5849, respectively.	comet assay found significant differences ( p < 0.01 ) in the dispersion of deoxyribonucleic acid damage grades between the minus controls and grouping treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 mg @DRUG$ ( - 1 ) of imidacloprid and 5 , 25 , 50 and 100 @DRUG$ l ( - 1 ) of RH - 5849 , severally .	Comet groups - significant differences ( p < ) ) in with distributions of DNA damage grades between the negative controls and assay treated in vitro the 0.05 , imidacloprid , 0.2 and 0.5 mg @DRUG$ ( found 1 ) of 0.1 and 5 , and , 50 25 100 @DRUG$ l ( - 1 0.01 of RH - 5849 , respectively .	Comet assay found differences ( p < ) in the distributions damage grades between negative controls and groups treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 mg @DRUG$ ( - ) of imidacloprid and 5 , 25 , and 100 @DRUG$ l ( - 1 ) of RH - 5849 , respectively .	The comet assay found significant differences ( p < 0.01 ) in the distributions of DNA damage grades between the negative controls and groups treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 mg @DRUG$ ( - 1 ) of imidacloprid and	1
0	Among several bacterial species belonging to the general Gordonia, Mycobacterium, Micromonospora, Pseudomonas, and Rhodococcus, only two mycobacterial isolates, Mycobacterium fortuitum strain NF4 and the new isolate Mycobacterium ratisbonense strain SD4, which was isolated from a sewage treatment plant, were capable of utilizing the multiply branched hydrocarbon squalane (2,6,10,15,19, 23-@DRUG$) and its analogous unsaturated hydrocarbon squalene @DRUG$ the sole carbon source for growth.	Among several bacterial species belong to to the general Gordonia , Mycobacterium , Micromonospora , Pseudomonas , and Rhodococcus , only two mycobacterial isolates , Mycobacterium fortuitum strain NF4 and the unexampled insulate Mycobacterium ratisbonense strain SD4 , which was separated from a sewage treatment plant , were capable of utilise the multiply branched hydrocarbon squalane ( 2,6,10,15,19 , 23 - @DRUG$ ) and its analogous unsaturated hydrocarbon squalene @DRUG$ the sole carbon germ for increase .	Among several carbon species belonging to the ( Gordonia , Mycobacterium , Micromonospora , Pseudomonas , and Rhodococcus , only two mycobacterial isolates , Mycobacterium fortuitum strain NF4 and the was isolate Mycobacterium were strain hydrocarbon , which new ratisbonense from a sewage treatment plant , isolated ) of utilizing the multiply branched SD4 squalane general 2,6,10,15,19 , 23 - @DRUG$ capable and its analogous unsaturated hydrocarbon squalene @DRUG$ the sole bacterial source for growth .	Among several bacterial species belonging the general Gordonia , Mycobacterium , Micromonospora , Pseudomonas , and Rhodococcus two mycobacterial isolates , Mycobacterium fortuitum strain NF4 and isolate Mycobacterium ratisbonense strain SD4 , which was isolated a sewage treatment plant , were capable of utilizing the branched hydrocarbon squalane ( 2,6,10,15,19 23 - @DRUG$ ) and its analogous unsaturated hydrocarbon squalene @DRUG$ the sole source for growth .	Only two mycobacterial isolates were capable of utilizing the multiply branched hydrocarbon squalane ( 2,6,10,15,19 , 23 - @DRUG$ ) and its analogous unsaturated hydrocarbon squalene @DRUG$ the sole carbon source for growth .	0
0	This study has explored the use of lipid-based formulations to enhance the oral bioavailability of the poorly @DRUG$-soluble drug anethol trithione (@DRUG$), and compared the performance of different formulations.	This study has explored the use of lipid-based formulations to enhance the viva bioavailability of the poorly @DRUG$ - soluble drug anethol trithione ( @DRUG$ ) , and liken the public presentation of different formulations .	This anethol has ) the use of lipid-based formulations to enhance the oral bioavailability of the the @DRUG$ - soluble drug study trithione ( @DRUG$ explored , and compared poorly performance of different formulations .	This study has explored use of lipid-based formulations to enhance the bioavailability of the poorly @DRUG$ - soluble drug anethol trithione ( @DRUG$ ) , and compared the performance of different formulations .	This study has explored the use of lipid-based formulations to enhance the oral bioavailability of the poorly soluble drug anethol trithione (@DRUG$), and compared the performance of different formulations.	1
0	These include anti-amyloid antibodies, active immunisation, selective secretase inhibitors and modulators, microtubule stabilisers (e.g., paclitaxel), R-flurbiprofen, @DRUG$, ONO-2506, FK962 (@DRUG$ releaser), SGS 742 (GABA(B) antagonist), TCH 346 (apoptosis inhibitor), Alzhemedtrade mark, phophodiesterase inhibitors, rosiglitazone, leuprolide, interferons, metal-protein attenuating compounds (e.g., PBT2), CX717, rasagaline, huperzine A, antioxidants and memantine.	These include anti-amyloid antibodies , active immunisation , selective secretase inhibitor and modulators , microtubule stabilisers ( e.g. , paclitaxel ) , R-flurbiprofen , @DRUG$ , ONO - 2506 , FK962 ( @DRUG$ releaser ) , SGS 742 ( GABA ( B ) opposer ) , TCH 346 ( programmed cell death inhibitor ) , Alzhemedtrade chump , phophodiesterase inhibitor , rosiglitazone , leuprolide , interferon , alloy - protein rarefy combine ( e.g. , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidants and memantine .	These include anti-amyloid antibodies , active immunisation , selective secretase inhibitors and modulators , microtubule stabilisers ( e.g. , paclitaxel attenuating , R-flurbiprofen , @DRUG$ , ONO - , , FK962 ( @DRUG$ releaser ) , SGS , ( protein ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark , phophodiesterase inhibitors , rosiglitazone , leuprolide rasagaline interferons ) metal - GABA ) compounds ( e.g. , PBT2 742 , CX717 2506 , , huperzine A , memantine and antioxidants .	These include anti-amyloid antibodies , active immunisation , secretase inhibitors and modulators , microtubule stabilisers ( e.g. , paclitaxel , R-flurbiprofen , @DRUG$ , ONO - 2506 , FK962 @DRUG$ releaser , SGS 742 ( GABA ( B antagonist ) , TCH 346 ( apoptosis inhibitor , Alzhemedtrade mark , phophodiesterase inhibitors , rosiglitazone , leuprolide , interferons , metal - protein attenuating compounds ( e.g. , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidants and memantine .	@DRUG$ is a drug that is used to treat Alzheimer's disease, while @DRUG$ is a drug that is used to release DRUGA from the brain.	0
1	The clinical effects of @DRUG$ and buprenorphine/naloxone are similar and most patients can be treated initially with and maintained on a daily buprenorphine/naloxone dose of 4:1-24:6 @DRUG$.	The clinical effects of @DRUG$ and buprenorphine / narcan are similar and most patient can be treated initially with and maintained on a day to day buprenorphine / narcan dose of 4:1-24:6 @DRUG$ .	The clinical effects of @DRUG$ be buprenorphine of naloxone are similar and most naloxone can and treated initially with and maintained on a daily buprenorphine / patients dose / 4:1-24:6 @DRUG$ .	clinical effects of @DRUG$ and buprenorphine / are similar and most patients can treated initially with and maintained on a daily buprenorphine / naloxone dose of 4:1-24:6 @DRUG$ .	The clinical effects of @DRUG$ and buprenorphine / naloxone are similar, and most patients can be treated initially with and maintained on a daily buprenorphine / naloxone dose of 4:1-24:6 @DRUG$ .	0
0	RESULTS: Most of the isolates of S. pyogenes collected during 1995-99 were susceptible to @DRUG$ (93.8%), erythromycin (90.4%), clarithromycin (93.2%), roxithromycin (91.8%), azithromycin (88.4%), josamycin (94.5%), and @DRUG$ (94.5%).	RESULTS : about of the sequester of S. pyogenes pull together during 1995 -  were susceptible to @DRUG$ ( 93.8 % ) , ethril ( 90.4 % ) , clarithromycin ( 93.2 % ) , roxithromycin ( 91.8 % ) , zithromax ( 88.4 % ) , josamycin ( 94.5 % ) , and @DRUG$ ( 94.5 % ) .	RESULTS : Most of the isolates of S. ( collected during 1995 - , were azithromycin to @DRUG$ pyogenes 93.8 % ) , erythromycin ( 90.4 % ) ( clarithromycin ( 93.2 % ) , roxithromycin % 91.8 % ) 99 susceptible ( 88.4 ( 94.5 , josamycin , 94.5 % ) , and @DRUG$ ( ) % ) .	RESULTS : Most of the isolates of S. pyogenes collected during 1995 - 99 were to @DRUG$ ( % ) , erythromycin ( 90.4 % ) , clarithromycin ( 93.2 % ) , roxithromycin ( 91.8 % ) , azithromycin 88.4 % ) , josamycin ( % ) and @DRUG$ ( 94.5 % ) .	93.8% of the isolates of S. pyogenes collected during 1995 - 99 were susceptible to @DRUG$, erythromycin, clarithromycin, roxithromycin, azithromycin, josamycin, and @DRUG$.	0
1	@DRUG$, however, inhibited the metabolism of @DRUG$ and 183C91, increasing the mean C(max) by 16 and 50%, respectively, and increasing the mean AUC by 48 and 105%, respectively.	@DRUG$ , however , inhibited the metabolism of @DRUG$ and 183C91 , increasing the mingy C( max ) by 16 and 50 % , severally , and increasing the mingy AUC by forty eight and 105 % , severally .	@DRUG$ , however , inhibited the metabolism of @DRUG$ and 183C91 , increasing the mean C( max ) , 16 and respectively % by respectively , and 105 the mean AUC by 48 and increasing % , 50 .	@DRUG$ , however , inhibited the metabolism of @DRUG$ and 183C91 , increasing mean C( max ) by 16 and 50 % , respectively , and increasing the mean AUC by and 105 % , respectively .	@DRUG$ inhibited the metabolism of @DRUG$ and 183C91, increasing the mean C(max) by 16 and 50%, respectively, and increasing the mean AUC by 48 and 105%, respectively.	0
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, @DRUG$, amidoamine, ethylenediamine, benzocaine, p-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and @DRUG$.	During the same period of discipline , there were significant lessen in favorableness rates to neomycin , perfume mix I , methanal , thiuram mix , cinnamic aldehyde , propylene glycol , epoxy glue resin , @DRUG$ , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol methanal resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide methanal resin , budesonide , disperse depressed 106 , mercapto mix , and @DRUG$ .	During , same period of study , there were , decreases , positivity rates to neomycin , fragrance mix I , formaldehyde , thiuram mix in cinnamic aldehyde , betaine glycol , epoxy , the @DRUG$ , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol formaldehyde propylene , dimethylol dimethyl hydantoin , cocamidopropyl resin , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin significant budesonide resin disperse blue 106 , mercapto mix , and @DRUG$ .	the period of study there were significant decreases in positivity to neomycin , fragrance mix I , formaldehyde , thiuram mix , cinnamic aldehyde , propylene glycol , epoxy resin , @DRUG$ , amidoamine , ethylenediamine , benzocaine , butylphenol formaldehyde resin , dimethylol dimethyl hydantoin cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , disperse blue 106 , mercapto mix , and @DRUG$ .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, @DRUG$, amidoamine, ethylenediamine, benzocaine,	1
1	Various risk factors such as medical comorbidities, use or abuse of supratherapeutic doses of @DRUG$, and concomitant administration of proconvulsant serotonergic cytochrome P-450 inhibitors will help clinicians identify individuals at an elevated risk for @DRUG$ toxicity and seizures.	Various risk factors such as medical comorbidities , utilise or abuse of supratherapeutic doses of @DRUG$ , and resultant administration of proconvulsant serotonergic cytochrome P-450 inhibitor will help clinician identify individuals at an elevated risk for @DRUG$ toxicity and seizures .	risk , factors such as medical comorbidities Various use or abuse cytochrome supratherapeutic doses of @DRUG$ , and concomitant proconvulsant of administration serotonergic of P-450 inhibitors will help clinicians identify individuals at an elevated risk for @DRUG$ toxicity and seizures .	Various risk factors such as medical comorbidities , use or abuse of supratherapeutic doses of @DRUG$ , and concomitant of serotonergic cytochrome P-450 help clinicians identify individuals at an elevated risk for @DRUG$ toxicity and seizures .	If someone has any medical conditions, takes too much of @DRUG$, or takes it with other drugs that can cause seizures, they are at a higher risk for seizures from @DRUG$.	0
0	"The spatial and temporal regulation of cardiac signalling is made possible by the formation of macromolecular ""signalosomes"", which often include a @DRUG$ effector, such @DRUG$ PKA, its substrate, PDE4 and an anchoring protein such as an AKAP."	" The spatial and worldly regularization of cardiac signalling is made potential by the formation of macromolecular " " signalosomes " " , which often admit a @DRUG$ effector , such @DRUG$ PKA , its substrate , PDE4 and an anchoring protein such as an AKAP . "	The " spatial and temporal by of cardiac signalling is formation possible regulation the made of macromolecular " " signalosomes " " , which often such a @DRUG$ effector , include @DRUG$ PKA , its substrate , PDE4 and an anchoring protein such as an AKAP . "	" The spatial regulation cardiac signalling is made possible by the formation of macromolecular " " signalosomes " " , which often @DRUG$ effector , such @DRUG$ PKA substrate , PDE4 and anchoring protein such as an AKAP . "	 @DRUG$ and @DRUG$ work together to regulate cardiac signalling. DRUGA is an effector of DRUGB, and PKA is a substrate of DRUGA. PDE4 is also involved in this process. An anchoring protein, such as an AKAP, helps to	0
0	In @DRUG$-induced and electrical stimulation-induced K+ efflux from the salivary gland, inhibitory effects (IC50) of imidafenacin, propiverine, @DRUG$, oxybutynin and darifenacin might be closely related to those for the M3 receptor in the ileum.	In @DRUG$ - induced and electric stimulation - induced K+ efflux from the salivary gland , repressing effects ( IC50 ) of imidafenacin , propiverine , @DRUG$ , oxybutynin and darifenacin mightiness be closely related to those for the m receptor in the ileum .	In @DRUG$ - induced be electrical stimulation - induced K+ efflux IC50 the salivary gland , inhibitory effects ( from ) of imidafenacin , propiverine , @DRUG$ , oxybutynin and darifenacin might the closely related to those for in M3 receptor and the ileum .	In @DRUG$ - induced and stimulation - induced K+ efflux from the salivary gland , inhibitory effects IC50 ) imidafenacin , propiverine , @DRUG$ , oxybutynin and darifenacin might be closely related to those for the M3 receptor the ileum .	The inhibitory effects of imidafenacin, propiverine, @DRUG$, oxybutynin, and darifenacin on K+ efflux from the salivary gland might be related to their effects on the M3 receptor in the ileum.	1
1	Other antiplatelet agents (@DRUG$, ticlopidine, clopidogrel, dipyridamole, orally administered IIb/IIIa inhibitors) have no clear advantages over aspirin and in some cases definite disadvantages; the combination of @DRUG$ and dipyridamole may be more efficacious than aspirin alone, but the evidence hinges on a single trial.	other antiplatelet agents ( @DRUG$ , ticlopidine , clopidogrel , dipyridamole , orally administered IIb / IIIa inhibitors ) have no acquit advantages over aspirin and in some cases definite disadvantage ; the combination of @DRUG$ and dipyridamole may be more efficacious than aspirin alone , but the evidence hinge on a unmarried trial .	orally antiplatelet agents ( @DRUG$ , ticlopidine , clopidogrel , dipyridamole , Other administered be definite IIIa inhibitors the have no clear advantages over aspirin and in some cases / disadvantages ; the combination of @DRUG$ and dipyridamole may IIb alone efficacious than aspirin more , but ) evidence hinges on a single trial .	Other antiplatelet agents ( @DRUG$ , ticlopidine , clopidogrel , dipyridamole , orally administered IIb / inhibitors have no clear advantages over aspirin and in some cases definite disadvantages ; the combination of @DRUG$ and dipyridamole may be more efficacious than aspirin alone , but the evidence hinges on a single trial .	Other antiplatelet agents (@DRUG$, ticlopidine, clopidogrel, dipyridamole, orally administered IIb/IIIa inhibitors) have no clear advantages over aspirin and in some cases definite disadvantages; the combination of @DRUG$ and dipyrid	0
0	The clearance of @DRUG$ based on anti-Xa activity ranged from 1.14 to 2.04 @DRUG$/hr.	The clearance of @DRUG$ based on anti-Xa body process ranged from 1.14 to 2.04 @DRUG$ / hr.	The clearance of @DRUG$ based on anti-Xa activity ranged from 1.14 2.04 to @DRUG$ / hr.	clearance of @DRUG$ based on anti-Xa activity ranged from 1.14 to 2.04 @DRUG$ / hr.	For every 1.14 to 2.04 units of @DRUG$ removed, 1 unit of @DRUG$ is also removed.	0
0	FINDINGS: 672, 676, and 610 patients completed in the placebo, 30 @DRUG$ dapoxetine, and 60 mg @DRUG$ groups, respectively.	FINDINGS : 672 , 676 , and 610 patients completed in the placebo ,  @DRUG$ dapoxetine , and 60 atomic number  @DRUG$ groups , respectively .	: 672 FINDINGS , 676 , and 610 patients completed in the placebo , 30 @DRUG$ dapoxetine , and 60 mg @DRUG$ groups , respectively .	FINDINGS : 672 , 676 , and 610 patients completed in the placebo , @DRUG$ dapoxetine , 60 mg @DRUG$ groups , .	672 patients completed in the placebo group, 30 @DRUG$ dapoxetine, and 60 mg @DRUG$ groups, respectively.	0
0	INTERPRETATION: @DRUG$ restored dystrophin in the 30 and 50 @DRUG$/kg/wk cohorts, and in subsequently treated, placebo-controlled subjects.	INTERPRETATION : @DRUG$ restored dystrophin in the thirty and 50 @DRUG$ / kg / wk cohorts , and in subsequently treated , placebo-controlled subjugate .	INTERPRETATION : @DRUG$ restored dystrophin in the 30 placebo-controlled 50 @DRUG$ / kg / wk cohorts subjects and in subsequently treated , and , .	: @DRUG$ restored dystrophin in the 30 and 50 @DRUG$ / kg / wk cohorts , and in subsequently treated , subjects .	@DRUG$ was found to restore dystrophin in the 30 and 50 @DRUG$ / kg / wk cohorts, and in subsequently treated, placebo-controlled subjects.	0
0	The usefulness of N-acetyl-@DRUG$-@DRUG$ (NAT) and N-acetyl-L-cysteine (NAC) as tyrosine and cysteine precursors during intravenous infusion was investigated in humans.	The utility of N-acetyl- @DRUG$ - @DRUG$ ( NAT ) and N-acetyl-L-cysteine ( NAC ) as tyrosine and cysteine precursors during intravenous infusion was inquire in humans .	The usefulness of ( @DRUG$ NAT @DRUG$ N-acetyl- - ) and N-acetyl-L-cysteine ( NAC ) as tyrosine and cysteine precursors during intravenous infusion was investigated in humans .	The usefulness @DRUG$ - @DRUG$ ( NAT ) and N-acetyl-L-cysteine ) as tyrosine and cysteine precursors intravenous infusion was investigated in humans .	The usefulness of N-acetyl- tyrosine - cysteine ( NAT ) and N-acetyl-L-cysteine ( NAC ) as tyrosine and cysteine precursors during intravenous infusion was investigated in humans .	1
0	Altogether, these results indicate that, by accumulating in vivo, high amounts of @DRUG$-@DRUG$-tRNATyr cause a starvation for L-Tyr-tRNATyr.	Altogether , these results designate that , by accumulating in vivo , high total of @DRUG$ - @DRUG$ -tRNATyr cause a starvation for L-Tyr-tRNATyr .	Altogether , for results indicate that , cause accumulating in vivo , high amounts of @DRUG$ - @DRUG$ -tRNATyr by a starvation these L-Tyr-tRNATyr .	Altogether , these results indicate that , by accumulating in vivo , high amounts of @DRUG$ - @DRUG$ cause a starvation for L-Tyr-tRNATyr	The high levels of @DRUG$-@DRUG$ in the body cause a shortage of L-Tyr-tRNATyr.	0
0	Seven of these combine 2 drugs together in a single pill: Edarbyclor (azilsartan/chlorthalidone), Exforge (amlodipine/valsartan), Azor (olmesartan/amlodipine), Twynsta (amlodipine/telmisartan), Tekturna HCT [aliskiren/hydrochlorothiazide (@DRUG$)], Valturna (@DRUG$/valsartan), Tekamlo (aliskiren/amlodipine).	Seven of these fuse  drugs unitedly in a individual pill : Edarbyclor ( azilsartan/ thalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / amlodipine ) , Twynsta ( amlodipine/ telmisartan ) , Tekturna HCT [ aliskiren / esidrix ( @DRUG$ ) ] , Valturna ( @DRUG$ / valsartan ) , Tekamlo ( aliskiren / amlodipine ) .	Seven of ( ) / [ together in a single pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge ( amlodipine ( valsartan ) , Azor ( olmesartan / amlodipine ) , Twynsta these amlodipine/ telmisartan combine , Tekturna HCT drugs aliskiren / hydrochlorothiazide valsartan @DRUG$ ) ] , Valturna ( @DRUG$ / ( ) , Tekamlo / aliskiren 2 amlodipine ) .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( chlorthalidone ) Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / amlodipine ) , Twynsta ( amlodipine/ telmisartan ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( @DRUG$ ) ] , Valturna @DRUG$ / valsartan ) Tekamlo aliskiren / amlodipine .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / amlodipine ) ,	1
0	Exposure to solifenacin is increased about 1.2-fold in elderly subjects and about 2-fold in subjects with moderate hepatic and severe renal impairment, as well @DRUG$ by coadministration of the potent CYP3A4 inhibitor ketoconazole 200 @DRUG$/day.	Exposure to solifenacin is increased about 1.2 - faithful in elderly issue and about two - faithful in issue with moderate hepatic and severe renal impairment , as well @DRUG$ by coadministration of the potent CYP3A4 inhibitor ketoconazole 200 @DRUG$ / twenty four hours .	Exposure to solifenacin is elderly by 1.2 - fold in increased subjects and about 2 - fold CYP3A4 subjects with moderate hepatic and severe as impairment , renal well @DRUG$ about coadministration of the potent in inhibitor ketoconazole 200 @DRUG$ / day .	Exposure solifenacin is increased about 1.2 - fold in elderly subjects and about 2 - fold in subjects with moderate and severe renal impairment , well @DRUG$ by coadministration of the potent CYP3A4 inhibitor ketoconazole 200 @DRUG$ / day .	Exposure to solifenacin is increased about 1.2 - fold in elderly subjects and about 2 - fold in subjects with moderate hepatic and severe renal impairment , as well as by coadministration of the potent CYP3A4 inhibitor ketoconazole 200 @DRUG$ /	1
0	It has a low affinity for neuronal receptors, such as alpha(1)- and alpha(2)-adrenergic, dopamine @DRUG$(2), histamine H(1), muscarinic, opioid and serotonin receptors, @DRUG$ well as ion channel binding sites and other neurotransmitter transporters, such as choline and GABA transporters.	It has a low affinity for neuronal receptors , such as alpha ( ane ) - and alpha ( two ) - adrenergic , dopastat @DRUG$ ( two ) , histamine H ( ane ) , muscarinic , opioid and  hydroxytryptamine receptors , @DRUG$ well as ion canalize obligate sites and other neurotransmitter transporters , such as choline and GABA transporters .	It has a low affinity for neuronal receptors , such ( alpha ( 1 ) - and alpha , well ) - adrenergic , dopamine @DRUG$ ( 2 ) , , H ( 1 ) serotonin muscarinic , opioid and , receptors histamine @DRUG$ 2 as ion channel binding sites and other neurotransmitter transporters as such as choline and GABA transporters .	It has a low for neuronal receptors , as alpha ( 1 ) - and alpha ( ) - adrenergic , dopamine @DRUG$ ( 2 ) , histamine ( 1 ) , muscarinic , opioid serotonin receptors , @DRUG$ well as ion channel binding sites and other neurotransmitter transporters , such as choline and GABA transporters .	@DRUG$ has a low affinity for neuronal receptors, such as alpha (1) - and alpha (2) - adrenergic, dopamine DRUGA (2), histamine H (1), muscarinic, opioid and serotonin receptors, as well as ion channel binding sites and other neurotransmitter	1
0	@DRUG$-@DRUG$: A new-generation cephalosporin.	@DRUG$ - @DRUG$ : antiophthalmic factor new-generation cephalosporin .	@DRUG$ cephalosporin @DRUG$ : A new-generation - .	@DRUG$ - @DRUG$ : A .	@DRUG$ is a new-generation cephalosporin that is related to, but more potent than, @DRUG$.	0
0	CONCLUSIONS: The ratio of the CSF AUC to the plasma AUC was less than 5% (range 0.4% to 3.0%), similar to other highly protein-bound topoisomerase inhibitors such @DRUG$ 9-aminocamptothecin and SN-38 (the active metabolite of @DRUG$).	end : The proportion of the CSF auc to the blood plasma auc was less than 5 % ( range 0.4 % to 3.0 % ) , similar to other highly protein-bound topoisomerase inhibitors such @DRUG$ ix - aminocamptothecin and SN - 38 ( the active metabolite of @DRUG$ ) .	CONCLUSIONS : The was of the CSF AUC to the than AUC ratio less plasma 5 % ( range 0.4 % to 3.0 highly ) , similar to the % protein-bound topoisomerase - such @DRUG$ 9 inhibitors aminocamptothecin and SN - 38 ( other active metabolite of @DRUG$ ) .	CONCLUSIONS : The of the CSF AUC to the plasma AUC was less than 5 % ( range 0.4 % to 3.0 % ) similar other highly protein-bound inhibitors such @DRUG$ 9 - aminocamptothecin and SN - 38 ( the metabolite of @DRUG$ ) .	The ratio of the CSF AUC to the plasma AUC was less than 5 % ( range 0.4 % to 3.0 % ) , similar to other highly protein-bound topoisomerase inhibitors such as @DRUG$ 9 - aminocamptothecin and SN -	1
0	The areas under the testosterone- and dihydrotestosterone-curves did not differ significantly 2290 +/- 340 (@DRUG$-enanthate) vs 2920 +/- 485 (@DRUG$-enanthate) suggesting that similar amounts of steroid had been released from the respective ester preparation.	The areas under the testosterone - and dihydrotestosterone -curves did not differ importantly 2290 +/- 340 ( @DRUG$ - enanthate ) vs 2920 +/- 485 ( @DRUG$ - enanthate ) intimate that similar amounts of steroid had been released from the several ester cooking .	The areas under the testosterone - and dihydrotestosterone -curves did ) differ significantly 2290 +/- 340 ( @DRUG$ - of not vs been +/- 485 from @DRUG$ - enanthate ) suggesting that similar amounts enanthate steroid had 2920 released ( the respective ester preparation .	The areas under the testosterone - and -curves did not differ significantly 2290 +/- @DRUG$ - enanthate ) vs +/- 485 ( @DRUG$ - enanthate ) suggesting similar amounts of steroid had been released from the ester preparation .	The areas under the testosterone - and dihydrotestosterone -curves did not differ significantly 2290 +/- 340 ( @DRUG$ - enanthate ) vs 2920 +/- 485 ( @DRUG$ - enanthate ) suggesting that similar amounts of steroid had been released from the respective es	0
0	@DRUG$ seen in adults, AUC0-24h and Cmax values were approximately 2-fold higher in females than in their male counterparts (AUC mean range 40.5-59.8 @DRUG$ x h/mL vs 21.2-23.5 ng x h/mL and Cmax mean range 4.02-6.14 vs ng x h/mL 2.52-2.99 ng/mL, in female and male adolescent subjects, respectively).	@DRUG$ seen in adults , AUC0 - 24h and Cmax value were approximately two - fold higher in females than in their manlike counterparts ( united self defense force of colombia mingy range 40.5- 59.8 @DRUG$ hug drug h/mL vs 21.2-23.5 ng hug drug h/mL and Cmax mingy range 4.02 - 6.14 vs ng hug drug h/mL 2.52-2.99 ng / mL , in female and manlike adolescent subjects , respectively ) .	@DRUG$ seen in adults , AUC0 - 24h male Cmax values were - 2 approximately fold higher in females than in their male counterparts adolescent AUC mean range ng 59.8 @DRUG$ range h/mL vs 21.2-23.5 ng x h/mL and Cmax mean 2.52-2.99 4.02 - 6.14 vs 40.5- x h/mL x ng / mL , in female and and ( subjects , respectively ) .	@DRUG$ seen in adults , AUC0 - 24h and Cmax values were approximately 2 - fold higher in than in their male counterparts ( AUC mean range 40.5- 59.8 @DRUG$ x h/mL vs 21.2-23.5 ng x h/mL and Cmax mean range 4.02 - 6.14 ng x h/mL 2.52-2.99 ng / mL , female male adolescent subjects , respectively ) .	In adults, the AUC0-24h and Cmax values for @DRUG$ were approximately 2-fold higher in females than in their male counterparts. In adolescent subjects, the AUC and Cmax values for DRUGA were also approximately 2-fold higher in females than in males.	1
0	In these trials, pramlintide 90 to 450 microg/@DRUG$ reduced HbA(1c) by 0.3% to 0.62%, 1-hour PPG by 4.8 mmol/L, and 2-hour PPG by 3.4 mmol/@DRUG$.	In these tribulation , pramlintide xc to 450 microg / @DRUG$ reduced HbA ( 1c ) by 0.3 % to 0.62 % , unity - hour PPG by 4.8 mmol / cubic decimeter , and 2 - hour PPG by 3.4 mmol / @DRUG$ .	In these trials , pramlintide 90 3.4 450 microg / @DRUG$ reduced HbA ( 1c ) by - / to 0.62 % , 1 - hour PPG by 4.8 mmol % L hour and 2 0.3 , PPG by to mmol / @DRUG$ .	In , 90 to microg / @DRUG$ reduced HbA ( 1c ) by 0.3 to 0.62 % , 1 - hour PPG by 4.8 mmol L , and 2 - hour PPG by 3.4 mmol / @DRUG$	Pramlintide ( @DRUG$ ) reduced hemoglobin A1c levels by 0.3% to 0.62%, 1-hour postprandial blood glucose levels by 4.8 mmol/L, and 2-hour postprandial blood glucose levels by 3.4	1
0	The non-@DRUG$ antagonist oral anticoagulants (NOACs), such as the thrombin inhibitor (dabigatran) and the direct factor Xa inhibitors (rivaroxaban, apixaban, and edoxaban), have been shown to be at least as efficacious and safe as conventional oral anticoagulants, such @DRUG$ the vitamin K antagonists (VKAs) (e.g., warfarin), for stroke prevention in patients with nonvalvular atrial fibrillation (NVAF).	The non-@DRUG$ antagonist oral anticoagulant ( NOACs ) , such as the thrombin inhibitor ( dabigatran ) and the direct factor Xa inhibitors ( rivaroxaban , apixaban , and edoxaban ) , have been register to be at to the lowest degree as efficacious and safe as conventional oral anticoagulant , such @DRUG$ the vitamin green opposer ( VKAs ) ( for instance , warfarin ) , for stroke prevention in patient role with nonvalvular atrial fibrillation ( NVAF ) .	The non-@DRUG$ antagonist for anticoagulants ( NOACs ) , such as the thrombin inhibitor ( dabigatran at and the direct factor Xa inhibitors ( have , patients , and edoxaban ) , rivaroxaban been shown to , ) least as efficacious and safe as conventional oral ( be such @DRUG$ the vitamin K antagonists ( VKAs ) ( e.g. , warfarin nonvalvular , oral stroke prevention in apixaban with ) atrial fibrillation anticoagulants NVAF ) .	The non-@DRUG$ antagonist oral anticoagulants ( NOACs ) , such as thrombin inhibitor ( dabigatran ) and the direct factor Xa inhibitors ( rivaroxaban , apixaban , edoxaban ) , have been shown be at least as efficacious and safe oral anticoagulants , @DRUG$ the vitamin K antagonists ( ) ( , warfarin ) , for prevention in patients with nonvalvular atrial fibrillation NVAF ) .	The non-@DRUG$ antagonist oral anticoagulants ( NOACs ) are just as effective and safe as the traditional oral anticoagulants ( @DRUG$ ) for stroke prevention in patients with nonvalvular atrial fibrillation ( NVAF ) .	0
0	Antimicrobial activities of @DRUG$ against benzylpenicillin (@DRUG$)-insensitive S. pneumoniae (PISP) and PCG-resistant S. pneumoniae (PRSP) were stronger than those of ampicillin (ABPC), and these strong activities suggested that CMX might have strong antimicrobial activities against beta-lactamase producing H. influenzae and M. (B.) catarrhalis.	Antimicrobial activities of @DRUG$ against benzylpenicillin ( @DRUG$ ) - insensitive S. pneumoniae ( PISP ) and PCG - tolerant S. pneumoniae ( PRSP ) were stronger than those of sk ampicillin ( ABPC ) , and these strong activities paint a picture that CMX might have strong antimicrobial activities against penicillinase bring about H. influenzae and M. ( B. ) catarrhalis .	Antimicrobial activities of @DRUG$ against benzylpenicillin ( @DRUG$ ) - insensitive S. pneumoniae H. PISP ) catarrhalis PCG - resistant S. pneumoniae ( PRSP ) were stronger than those of activities CMX ABPC ) , and these strong ampicillin that suggested ( might have strong antimicrobial activities against beta-lactamase producing ( influenzae and M. ( B. ) and .	Antimicrobial activities of @DRUG$ against benzylpenicillin ( @DRUG$ ) - insensitive S. pneumoniae ( PISP ) and resistant S. pneumoniae ( PRSP ) were stronger of ampicillin ( ABPC ) , these strong activities suggested that might have strong antimicrobial activities beta-lactamase producing H. influenzae and M. ( B. ) catarrhalis	The antimicrobial activities of @DRUG$ against benzylpenicillin-insensitive S. pneumoniae and PCG-resistant S. pneumoniae were stronger than those of ampicillin, and these strong activities suggested that CMX might have strong antimicrobial activities against beta-lactamase	1
1	The depletion of rat brain @DRUG$ by p-chloramphetamine and depletion of rat hypothalamic NE by 6-hydroxydopamine was blocked by @DRUG$ with ED(50) values of 2.3 and 12 mg/kg, respectively.	The depletion of rat brain @DRUG$ by p-chloramphetamine and depletion of rat hypothalamic atomic number  by sextuplet - hydroxydopamine was blocked by @DRUG$ with ED ( 50 ) values of 2.3 and 12 mg / kg , severally .	respectively depletion of rat brain @DRUG$ by p-chloramphetamine and by of rat ) NE depletion 6 - hydroxydopamine was blocked by @DRUG$ with ED ( 50 hypothalamic values of 2.3 and 12 mg / kg , The .	The depletion of brain @DRUG$ by p-chloramphetamine and depletion rat hypothalamic NE 6 - hydroxydopamine was blocked by @DRUG$ with ED ( 50 ) values of 2.3 and 12 mg / kg , respectively .	The depletion of rat brain @DRUG$ by p-chloramphetamine and depletion of rat hypothalamic NE by 6 - hydroxydopamine was blocked by @DRUG$ with ED ( 50 ) values of 2.3 and 12 mg / kg , respectively ."This means that when DRUG	0
0	Hagigat (capsules of 200 @DRUG$ @DRUG$) have been marketed in Israel as a natural stimulant and aphrodisiac.	Hagigat ( capsules of two hundred @DRUG$ @DRUG$ ) have been marketed in Israel as a raw stimulant and aphrodisiac .	Hagigat ( capsules of 200 @DRUG$ @DRUG$ as have been marketed in aphrodisiac ) a natural stimulant and Israel .	Hagigat ( capsules of 200 @DRUG$ @DRUG$ ) have been marketed in Israel as a natural stimulant and aphrodisiac .	Hagigat ( capsules of 200 @DRUG$ @DRUG$ ) have been marketed in Israel as a natural stimulant and aphrodisiac ."DRUGA is the main ingredient in Hagigat, a natural stimulant and aphrodisiac.	0
0	Phlebitis (3.5-25% of patients) and elevated liver enzyme levels (1-15%) occur more often with @DRUG$ compared with @DRUG$ and anidulafungin (< 8%).	Phlebitis ( 3.5 - 25 % of patients ) and elevated liver enzyme levels ( ane - fifteen % ) occur more ofttimes with @DRUG$ compared with @DRUG$ and anidulafungin ( < 8 % ) .	Phlebitis ( levels - 3.5 % of patients ) and elevated liver enzyme 25 ( 1 - 15 % occur ) more often with @DRUG$ compared with @DRUG$ and anidulafungin ( < 8 % ) .	Phlebitis ( 3.5 - 25 % of patients ) and elevated liver enzyme levels ( 1 - 15 % ) occur more often with @DRUG$ compared @DRUG$ and anidulafungin ( < )	Phlebitis ( 3.5 - 25 % of patients ) and elevated liver enzyme levels ( 1 - 15 % ) occur more often with @DRUG$ compared with @DRUG$ and anidulafungin ( < 8 % ) .	0
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, @DRUG$, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzocaine, p-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, @DRUG$, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and chloroxylenol.	During the same period of study , there were significant lessening in positivity denounce to neomycin , perfume mix I , @DRUG$ , thiuram mix , cinnamic aldehyde , propylene glycol , epoxy resin resin , diazolidinyl carbamide , amidoamine , ethylenediamine , ethyl aminobenzoate , p-tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , @DRUG$ , tosylamide formaldehyde resin , budesonide , disperse aristocratic 106 , mercapto mix , and chloroxylenol .	During the same period of study , there were significant decreases in mix rates to neomycin , fragrance positivity I , @DRUG$ , thiuram mix , cinnamic aldehyde , propylene glycol , epoxy resin , diazolidinyl butylphenol , amidoamine , ethylenediamine , benzocaine , p-tert- urea formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine formaldehyde glutaraldehyde , @DRUG$ , tosylamide , resin , budesonide , disperse , 106 blue mercapto mix , and chloroxylenol .	During the same period of study , were significant decreases in positivity rates to neomycin , fragrance mix I , @DRUG$ , thiuram mix , cinnamic aldehyde , propylene glycol , epoxy resin , diazolidinyl , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , @DRUG$ , formaldehyde resin , disperse blue 106 , mercapto mix , and chloroxylenol .	There were significant decreases in positivity rates to neomycin, fragrance mix I, @DRUG$, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine,	1
0	We found adjustment of @DRUG$ and @DRUG$ dose by body surface area to be more optimal than body weight-based dose adjustments for achieving similar systemic exposure in children and adults.	We found adjustment of @DRUG$ and @DRUG$ dose by body surface area to be more optimal than body system of weights - based dose adjustments for achieve similar systemic exposure in kid and adults .	We found area of @DRUG$ adjustments @DRUG$ dose by body and adjustment to be more optimal than body weight - based dose and for achieving similar systemic exposure in children surface adults .	We found adjustment @DRUG$ and @DRUG$ dose body surface area to be more optimal body weight - based dose adjustments for achieving similar systemic exposure in children and adults .	The dose of @DRUG$ and @DRUG$ should be adjusted based on the patient's body surface area rather than their body weight, in order to achieve similar levels of systemic exposure.	0
0	METHODS: We evaluated rosiglitazone, @DRUG$, and glyburide @DRUG$ initial treatment for recently diagnosed type 2 diabetes in a double-blind, randomized, controlled clinical trial involving 4360 patients.	method acting : We evaluated rosiglitazone , @DRUG$ , and glyburide @DRUG$ initial treatment for recently diagnosed type ii diabetes in a double - blind , randomized , controlled clinical trial postulate 4360 patients .	METHODS involving We clinical rosiglitazone , @DRUG$ , and controlled @DRUG$ initial treatment for recently diagnosed type 2 diabetes in a double - blind , randomized , glyburide evaluated trial : 4360 patients .	METHODS : We evaluated rosiglitazone @DRUG$ , and glyburide @DRUG$ initial treatment for recently diagnosed type 2 diabetes in a double - , randomized , controlled clinical trial involving 4360 patients .	We evaluated rosiglitazone and glyburide as initial treatment for recently diagnosed type 2 diabetes in a double-blind, randomized, controlled clinical trial involving 4360 patients.	1
0	The mutations of Kir6.2DeltaC36 (Kir6.2DeltaC36-R50G, -K185Q, -G334D), which have much lower ATP sensitivity, had no significant effect on verapamil block, suggesting that the site at which verapamil mediates @DRUG$(@DRUG$) channel inhibition is not identical with that involved in ATP block.	The mutations of Kir6.2 DeltaC36 ( Kir6.2 DeltaC36-R50G , -K185Q , - G334D ) , which have often lower atp predisposition , had no significant result on verapamil block , indicate that the site at which verapamil mediates @DRUG$ ( @DRUG$ ) channel inhibition is not identical with that involved in atp block .	The mutations of block DeltaC36 ( Kir6.2 DeltaC36-R50G much -K185Q , - have ) , which G334D , lower ATP sensitivity , had ATP significant effect on verapamil Kir6.2 , suggesting that the is at which verapamil mediates @DRUG$ ( @DRUG$ ) channel inhibition site not identical with that involved in no block .	The mutations of DeltaC36 ( Kir6.2 DeltaC36-R50G -K185Q , - G334D ) , which have much lower ATP sensitivity , had significant effect verapamil block , suggesting that the site at which verapamil mediates @DRUG$ ( @DRUG$ inhibition is not identical with that involved in ATP block .	The mutations of Kir6.2 DeltaC36 ( Kir6.2 DeltaC36-R50G , -K185Q , - G334D ) , which have much lower ATP sensitivity , had no significant effect on verapamil block , suggesting that the site at which verap	1
0	Drug evaluation: Nilotinib - a novel Bcr-@DRUG$ @DRUG$ kinase inhibitor for the treatment of chronic myelocytic leukemia and beyond.	Drug valuation : Nilotinib - a novel Bcr-@DRUG$ @DRUG$ kinase inhibitor for the discourse of chronic myelocytic leukemia and beyond .	Drug evaluation : Nilotinib - a novel Bcr-@DRUG$ @DRUG$ kinase inhibitor myelocytic the treatment beyond chronic for leukemia and of .	Drug evaluation : Nilotinib - a novel Bcr-@DRUG$ @DRUG$ kinase inhibitor for the treatment of chronic leukemia and beyond .	Drug evaluation : Nilotinib - a novel Bcr-@DRUG$ @DRUG$ kinase inhibitor for the treatment of chronic myelocytic leukemia and beyond ."DRUGA is a drug, and DRUGB is a drug that is evaluated.	0
0	Atypical antipsychotic drugs, which are more potent direct acting antagonists of brain serotonin (@DRUG$)(2A) than @DRUG$ (DA) D(2) receptors, preferentially enhance DA and acetylcholine (ACh) efflux in the rat medial prefrontal cortex (mPFC) and hippocampus (HIP), compared with the nucleus accumbens (NAc).	Atypical antipsychotic drugs , which are more virile verbatim playact antagonists of brain serotonin ( @DRUG$ ) ( 2A ) than @DRUG$ ( DA ) D( 2 ) receptors , preferentially enhance DA and acetylcholine ( ACh ) effluence in the betray medial prefrontal cortex ( mPFC ) and hippocampus ( articulatio coxae ) , compared with the nucleus accumbens ( NAc ) .	Atypical antipsychotic drugs , which ( more potent direct acting antagonists mPFC brain serotonin ( @DRUG$ ) ( 2A ) than @DRUG$ are DA ) D( 2 ) receptors , preferentially enhance DA and prefrontal ( the ) efflux in the rat nucleus acetylcholine cortex ( of ) and hippocampus ( HIP ) , compared with ACh medial accumbens ( NAc ) .	Atypical drugs , which are more potent direct acting antagonists brain serotonin ( @DRUG$ ( 2A than @DRUG$ ( DA ) 2 ) receptors , enhance DA and acetylcholine ( ACh ) efflux in the rat medial prefrontal cortex ( ) and hippocampus ( HIP ) compared with the accumbens ( NAc ) .	Atypical antipsychotic drugs are more potent direct acting antagonists of brain serotonin receptors than dopamine receptors, and they preferentially enhance dopamine and acetylcholine efflux in the rat medial prefrontal cortex and hippocampus, compared with the nucleus accumbens.	1
0	The treatments that are efficacious for the management of the different non-motor symptoms are @DRUG$ follows: pramipexole for the treatment of depressive symptoms, @DRUG$ for the treatment of psychosis, rivastigmine for the treatment of dementia, and botulinum toxin A (BTX-A) and BTX-B as well as glycopyrrolate for the treatment of sialorrhea.	The discussion that are effectual for the direction of the dissimilar non-motor symptoms are @DRUG$ follows : pramipexole for the treatment of depressive symptoms , @DRUG$ for the treatment of psychosis , rivastigmine for the treatment of dementia , and clostridium botulinum toxin A ( BTX - A ) and BTX - b as well as glycopyrrolate for the treatment of sialorrhea .	The treatments well are efficacious for the management of as different non-motor symptoms are @DRUG$ follows : pramipexole for the treatment of depressive symptoms , @DRUG$ for the treatment of psychosis , rivastigmine the the treatment of dementia and and for toxin A ( BTX - A ) , BTX - B as that the glycopyrrolate for botulinum treatment of sialorrhea .	The treatments that are efficacious for the management different non-motor symptoms @DRUG$ follows : pramipexole for the treatment depressive symptoms , @DRUG$ for the treatment of , rivastigmine for the treatment of dementia , and botulinum toxin A ( BTX - A ) and BTX B as well as glycopyrrolate for the treatment of sialorrhea .	The treatments that are efficacious for the management of the different non-motor symptoms are @DRUG$ follows : pramipexole for the treatment of depressive symptoms , @DRUG$ for the treatment of psychosis , rivastigmine for the treatment of dementia , and botulinum toxin	0
0	Additionally, P188 protected cultured hippucampal HT22 cells against oxygen-@DRUG$ deprivation and reoxygenation (OGD/@DRUG$) injury.	Additionally , P188 saved cultured hippucampal HT22 prison cell against oxygen - @DRUG$ deprivation and reoxygenation ( OGD / @DRUG$ ) injury .	Additionally HT22 P188 protected cultured hippucampal , against cells oxygen - @DRUG$ deprivation and reoxygenation ( OGD / @DRUG$ ) injury .	, cultured hippucampal HT22 cells against oxygen - @DRUG$ deprivation and ( OGD / @DRUG$ ) injury .	@DRUG$ protects HT22 cells from oxygen deprivation and reoxygenation injury.	1
0	This review briefly summarizes the information on the molecular mechanisms of action, pharmacokinetic profiles and drug interactions of novel (third-generation) antiepileptic drugs, including brivaracetam, carabersat, carisbamate, DP-valproic acid, eslicarbazepine, fluorofelbamate, fosphenytoin, ganaxolone, lacosamide, losigamone, pregabalin, @DRUG$, retigabine, rufinamide, safinamide, seletracetam, soretolide, stiripentol, @DRUG$, and valrocemide.	This review in short summarize the information on the molecular mechanism of action mechanism , pharmacokinetic profile and dose interactions of novel ( third - generation ) antiepileptic drugs , including brivaracetam , carabersat , carisbamate , DP - valproic back breaker , eslicarbazepine , fluorofelbamate , fosphenytoin , ganaxolone , lacosamide , losigamone , pregabalin , @DRUG$ , retigabine , rufinamide , safinamide , seletracetam , soretolide , stiripentol , @DRUG$ , and valrocemide .	This review briefly the the information on summarizes , mechanisms of action , pharmacokinetic profiles and drug interactions of novel ( third - generation ) antiepileptic drugs , including brivaracetam , carabersat , carisbamate , DP losigamone valproic acid , and , fluorofelbamate , fosphenytoin , , , lacosamide , - , , ganaxolone @DRUG$ , retigabine pregabalin rufinamide , safinamide molecular seletracetam , soretolide , stiripentol , @DRUG$ , eslicarbazepine valrocemide .	This review summarizes the information on the molecular mechanisms of action , profiles interactions of novel third - generation ) antiepileptic drugs , including brivaracetam , carabersat , carisbamate , DP - valproic acid , eslicarbazepine , fluorofelbamate fosphenytoin , ganaxolone , lacosamide , losigamone , , @DRUG$ , retigabine , rufinamide safinamide , seletracetam soretolide , stiripentol , @DRUG$ and valrocemide .	This review briefly summarizes the information on the molecular mechanisms of action , pharmacokinetic profiles and drug interactions of novel ( third - generation ) antiepileptic drugs , including brivaracetam , carabersat , carisbamate , DP - valproic acid , eslicarb	1
0	@DRUG$ is not extensively bound (mean 40%) to @DRUG$ in vitro and binding is independent of total drug level.	@DRUG$ is not extensively bound ( mean 40 % ) to @DRUG$ in vitro and binding is free lance of total dose level .	@DRUG$ is not extensively bound ( mean binding % ) to @DRUG$ in vitro and independent is 40 of total drug level .	@DRUG$ is not extensively bound ( mean 40 % ) to @DRUG$ in vitro and is independent of total drug level .	@DRUG$ is not very tightly bound to @DRUG$ in vitro, and the degree of binding is not affected by how much drug is present.	0
0	Chlordiazepoxide (12.5 @DRUG$/kg b.d.) and @DRUG$ (0.75 mg/kg b.d.) induced a slowly evolving tolerance over 15 days whereas nitrazepam (0.6 mg/kg b.d.) induced a very marked rapid tolerance which developed no further during 6 days treatment.	Chlordiazepoxide ( 12.5 @DRUG$ / kilogram b.d. ) and @DRUG$ ( 0.75 mg / kilogram b.d. ) bring on a slowly evolving leeway over 15 days whereas nitrazepam ( 0.6 mg / kilogram b.d. ) bring on a very marked rapid leeway which developed no further during 6 days handling .	Chlordiazepoxide ( 12.5 @DRUG$ / kg b.d. ) and @DRUG$ ( 0.75 mg / ( b.d. over induced a slowly evolving tolerance ) 15 nitrazepam whereas days kg 0.6 mg / kg b.d. which induced a very marked rapid tolerance ) developed no further during 6 days treatment .	Chlordiazepoxide ( 12.5 @DRUG$ / kg b.d. ) and @DRUG$ mg / kg b.d. ) induced a slowly evolving tolerance over 15 days whereas ( 0.6 mg / kg b.d. ) induced a very marked rapid tolerance which developed no further during 6 treatment .	Chlordiazepoxide ( 12.5 @DRUG$ / kg b.d. ) and @DRUG$ ( 0.75 mg / kg b.d. ) induced a slowly evolving tolerance over 15 days whereas nitrazepam ( 0.6 mg / kg b.d. ) induced	0
0	Long-acting @DRUG$ versus intravenous @DRUG$ for treatment of bacterial meningitis.	Long-acting @DRUG$ versus intravenous @DRUG$ for discourse of bacterial meningitis .	Long-acting @DRUG$ for intravenous @DRUG$ versus treatment of bacterial meningitis .	@DRUG$ versus intravenous @DRUG$ for treatment of bacterial .	@DRUG$ is a long-acting drug, while @DRUG$ is an intravenous drug.	0
0	This was demonstrated by the discovery of a monoaminergic activity that inhibits noradrenaline (@DRUG$) and serotonin (5-hydroxytryptamine; @DRUG$) reuptake, making a significant contribution to the analgesic action by blocking nociceptive impulses at the spinal level.	This was demonstrated by the discovery of a monoaminergic activity that subdue noradrenaline ( @DRUG$ ) and serotonin ( 5- hydroxytryptamine ; @DRUG$ ) re uptake , form a significant contribution to the analgesic action by blocking nociceptive impulses at the spinal anaesthesia level .	This was nociceptive by the discovery of activity monoaminergic blocking that inhibits noradrenaline ( @DRUG$ a and serotonin ( 5- hydroxytryptamine ; @DRUG$ ) reuptake , making a significant contribution to the analgesic action by ) demonstrated impulses at the spinal level .	This was demonstrated discovery monoaminergic activity that inhibits noradrenaline ( @DRUG$ ) and serotonin ( 5- hydroxytryptamine ; @DRUG$ ) reuptake , making a significant contribution to the analgesic by blocking nociceptive at the spinal .	@DRUG$ inhibits the reuptake of noradrenaline and serotonin, which makes a significant contribution to the analgesic action by blocking nociceptive impulses at the spinal level.	1
0	@DRUG$ administered intracolonically or orally decreases ulcerative colitis in a rat model and is @DRUG$ effective as sulfasalazine.	@DRUG$ administered intracolonically or orally decreases ulcerative inflammatory bowel disease in a rat model and is @DRUG$ effective as sulfasalazine .	@DRUG$ administered intracolonically or in decreases ulcerative colitis orally a rat model and is @DRUG$ effective as sulfasalazine .	@DRUG$ administered intracolonically or orally decreases ulcerative colitis in a rat and is @DRUG$ effective as sulfasalazine .	@DRUG$ is effective as sulfasalazine.	1
0	Soybean peroxidase-catalyzed removal of an aromatic thiol, @DRUG$, from @DRUG$.	soja peroxidase - catalyzed removal of an aromatic thiol , @DRUG$ , from @DRUG$ .	Soybean peroxidase - catalyzed removal of an from thiol , @DRUG$ , aromatic @DRUG$ .	Soybean peroxidase - catalyzed removal of an aromatic thiol , @DRUG$ , from @DRUG$ .	Soybean peroxidase catalyzes the removal of an aromatic thiol from @DRUG$.	1
0	OBJECTIVE: We assessed the effect of 1 x 300 mL/@DRUG$ and 3 x 300 mL/d grapefruit juice (GFJ) on @DRUG$ and bosentan pharmacokinetics in healthy volunteers.	OBJECTIVE : We assessed the effect of 1 cristal ccc mL / @DRUG$ and  cristal ccc mL /d grapefruit juice ( GFJ ) on @DRUG$ and bosentan pharmacokinetics in healthy volunteers .	( : We assessed the effect of 1 x 300 mL / @DRUG$ and 3 x 300 mL on grapefruit juice OBJECTIVE GFJ ) /d @DRUG$ healthy bosentan pharmacokinetics in and volunteers .	OBJECTIVE : We assessed the effect of 1 x 300 mL / @DRUG$ 3 x 300 mL grapefruit juice ( GFJ on @DRUG$ and bosentan pharmacokinetics in healthy volunteers .	We assessed the effect of 1 x 300 mL / @DRUG$ and 3 x 300 mL /d grapefruit juice ( GFJ ) on @DRUG$ and bosentan pharmacokinetics in healthy volunteers ."DRUGA and DRUGB are related in that DRUGA affects the	0
0	@DRUG$ at the MTD (525 @DRUG$ twice daily) should be evaluated more extensively in patients with AML with FLT3-ITD mutations to better define its antileukemic activity.	@DRUG$ at the MTD ( 525 @DRUG$ twice daily ) should be evaluate more extensively in affected role with AML with FLT3 - ITD mutations to better define its antileukemic bodily function .	@DRUG$ at the MTD ( 525 @DRUG$ twice be ) should ITD activity more extensively in patients with AML with FLT3 - daily mutations to better define its antileukemic evaluated .	@DRUG$ at the MTD ( 525 @DRUG$ twice ) should be evaluated extensively with with FLT3 - ITD mutations to better define its activity .	@DRUG$ is more effective when used at a higher dose ( 525 @DRUG$ twice daily ) in patients with AML who have a mutation in the FLT3 gene.	0
1	The effect of flibanserin on learned helplessness was antagonized by the @DRUG$ D(1) receptor antagonist [R]-3-methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine (SCH 23390; 0.1 mg/kg, i.p. 30 min before flibanserin) and by the opioid receptor antagonist naloxone (3 mg/kg, s.c. 15 min before @DRUG$).	The impression of flibanserin on learned impuissance was antagonized by the @DRUG$ D( ace ) sensory receptor antagonist [ R]-3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine ( SCH 23390 ; 0.1 mg / kg , i.p. 30 min before flibanserin ) and by the opioid sensory receptor antagonist naloxone ( deuce ace mg / kg , s.c. 15 min before @DRUG$ ) .	kg effect of flibanserin on learned helplessness was The by the @DRUG$ D( 1 ) receptor antagonist [ R]-3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine ; SCH 15 ( 0.1 mg / antagonized , i.p. 30 min before flibanserin ) and by the opioid receptor antagonist naloxone ( 3 mg s.c. kg , / 23390 min before @DRUG$ ) .	The effect of flibanserin on learned helplessness was by the @DRUG$ D( ) receptor antagonist [ R]-3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine ( SCH 23390 ; 0.1 mg kg , i.p. 30 min before flibanserin ) and by the opioid receptor antagonist naloxone ( 3 mg / kg , s.c. 15 min before @DRUG$ ) .	The effect of flibanserin on learned helplessness was antagonized by the @DRUG$ D( 1 ) receptor antagonist [ R]-3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahyd	1
0	The novel indole-ether quinazoline AZD2171 is a highly potent (IC50 < 1 nmol/@DRUG$) @DRUG$-competitive inhibitor of recombinant KDR tyrosine kinase in vitro.	The new indole- ether quinazoline AZD2171 is a extremely strong ( IC50 < 1 nmol / @DRUG$ ) @DRUG$ - competitive inhibitor of recombinant KDR tyrosine kinase in vitro .	The kinase indole- ether quinazoline a is - highly potent ( IC50 < 1 nmol / @DRUG$ ) @DRUG$ AZD2171 competitive inhibitor of recombinant KDR tyrosine novel in vitro .	The novel indole- quinazoline AZD2171 is a highly potent ( IC50 < 1 nmol / @DRUG$ ) @DRUG$ - competitive inhibitor of recombinant KDR kinase in vitro .	AZD2171 is a highly potent inhibitor of recombinant KDR tyrosine kinase in vitro.	1
0	Ca2+-stimulated ATP hydrolyzing activities (i.e. Na-Ca ATP hydrolysis and Ca + @DRUG$ @DRUG$ hydrolysis) measured in cockroach brain tissue were highly sensitive to the action of pyrethroid insecticides under in vitro conditions.	Ca2 +-stimulated ATP hydrolyzing activities ( i.e. Na- atomic number  ATP hydrolysis and atomic number  + @DRUG$ @DRUG$ hydrolysis ) assess in cockroach brain tissue were highly sensitive to the action of pyrethroid insect powder under in vitro conditions .	Ca2 +-stimulated ATP ATP activities ( i.e. Na- Ca hydrolyzing cockroach and Ca + @DRUG$ @DRUG$ hydrolysis ) measured in hydrolysis brain tissue were highly sensitive to the action in pyrethroid insecticides under of vitro conditions .	Ca2 +-stimulated ATP hydrolyzing activities ( i.e. Na- Ca ATP hydrolysis and Ca + @DRUG$ @DRUG$ hydrolysis ) measured cockroach brain tissue highly sensitive to the action of pyrethroid insecticides under in vitro conditions .	The activities of enzymes that break down ATP (i.e. sodium-calcium ATP hydrolysis and calcium-druga-drugg hydrolysis) are highly sensitive to the action of pyrethroid insecticides under in vitro conditions.	1
0	Oral paroxetine 10 to 60 mg/day was at least as effective @DRUG$ @DRUG$ 10 to 150 mg/day, but appeared to have a more rapid onset of effect, in a placebo-controlled trial.	Oral paroxetine 10 to 60 mg / clarence shepard day jr was at least as efficient @DRUG$ @DRUG$ 10 to 150 mg / clarence shepard day jr , but appeared to have a more rapid onset of burden , in a placebo-controlled trial .	Oral paroxetine 10 , 60 mg / but was to least as effective @DRUG$ @DRUG$ 10 to 150 mg / day , day appeared to have a more rapid onset of effect at in a placebo-controlled trial .	Oral paroxetine 10 to 60 mg / day was at least as effective @DRUG$ @DRUG$ 10 to mg , but appeared to have a more rapid onset of effect , in a placebo-controlled trial .	Oral paroxetine 10 to 60 mg / day was at least as effective as @DRUG$ 10 to 150 mg / day , but appeared to have a more rapid onset of effect , in a placebo-controlled trial .	1
0	The compounds that are currently under clinical (Phase I, II or III) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds (i.e., reverse transcriptase [NRTIs: PSI-5004, (-)-dOTC, DPC-817, elvucitabine, @DRUG$, MIV-210, amdoxovir, DOT; NNRTIs: thiocarboxanilide, @DRUG$, capravirine, dapivirine, etravirine, rilpivirine], protease [PIs: tipranavir, TMC-114]) or other specific viral proteins (i.e., gp120: cyanovirin N; attachment inhibitors: AIs, such as BMS-488043; integrase: L-870,812, PDPV-165; capsid proteins: PA-457, alpha-HCG); or cellular proteins (CD4 downmodulators: CADAs; CXCR4 antagonists: AMD-070, CS-3955; CCR5 antagonists: TAK-220, SCH-D, AK-602, UK-427857).	The compounds that are currently under clinical ( phase angle I , deuce or terzetto ) or preclinical investigating are either point at the same specific viral proteins as the certify compounds ( i.e. , reverse transcriptase [ NRTIs : PSI -5004 , ( -) - dOTC , DPC - 817 , elvucitabine , @DRUG$ , MIV - 210 , amdoxovir , disperse ; NNRTIs : thiocarboxanilide , @DRUG$ , capravirine , dapivirine , etravirine , rilpivirine ] , protease [ PIs : tipranavir , TMC - 114 ] ) or other specific viral proteins ( i.e. , gp120 : cyanovirin nitrogen ; adhesion inhibitors : AIs , such as BMS - 488043 ; integrase : L-870,812 , PDPV - 165 ; mirid proteins : PA - 457 , alpha - human chorionic gonadotropin ) ; or cellular proteins ( CD4 downmodulators : CADAs ; CXCR4 resister : amd -070 , caesium -3955 ; CCR5 resister : TAK - 220 , SCH -D , alaska -602 , uk -427857 ) .	PDPV compounds that integrase currently under clinical ( Phase I , II or III ) or preclinical CADAs are either targeted at the same specific viral , as the 220 compounds ( i.e. investigation reverse transcriptase [ NRTIs : PSI -5004 , ( -) - dOTC , : - 817 , elvucitabine , @DRUG$ , MIV - 210 tipranavir amdoxovir , DOT protease NNRTIs : thiocarboxanilide , @DRUG$ , capravirine proteins dapivirine , etravirine , such ] , ; -602 PIs ) , , TMC - ] 114 ) or other specific viral proteins ( i.e. , gp120 DPC cyanovirin N ; attachment inhibitors : AIs , rilpivirine as BMS - 488043 ; are : L-870,812 , The - 165 ; CD4 proteins : PA - 457 [ alpha - HCG ) ; or cellular proteins ( capsid downmodulators : , ; CXCR4 antagonists : AMD -070 , CS -3955 ; CCR5 antagonists : TAK - licensed , SCH -D , AK , , UK -427857 : .	The compounds that are currently under clinical ( Phase I , II or III ) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds ( i.e. reverse transcriptase [ NRTIs : PSI -5004 , ( -) - , DPC 817 , elvucitabine , @DRUG$ , MIV - , amdoxovir , DOT NNRTIs : thiocarboxanilide , @DRUG$ , capravirine , dapivirine , etravirine , rilpivirine ] , protease [ PIs : tipranavir , TMC - 114 ] ) or other specific viral proteins ( i.e. , gp120 : cyanovirin N ; attachment inhibitors : AIs , as BMS - 488043 ; integrase : L-870,812 , PDPV - 165 ; capsid proteins : PA - 457 , alpha - HCG ) ; or cellular proteins ( CD4 downmodulators : CADAs ; CXCR4 antagonists : AMD -070 , CS -3955 ; CCR5 antagonists : TAK - 220 , SCH -D AK -602 , UK -427857 .	The compounds that are currently under clinical ( Phase I , II or III ) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds ( i.e. , reverse transcriptase [ NRTIs : PSI -5004 , ( -) - dOTC ,	1
0	The design and development of fesoterodine @DRUG$ a prodrug of 5-hydroxymethyl tolterodine (5-HMT), the active metabolite of @DRUG$.	The design and evolution of fesoterodine @DRUG$ a prodrug of fivesome - hydroxymethyl tolterodine ( fivesome - HMT ) , the active metabolite of @DRUG$ .	The design 5 development of fesoterodine @DRUG$ a prodrug of 5 - hydroxymethyl tolterodine ( - and HMT ) , the active metabolite of @DRUG$ .	The design and development of fesoterodine @DRUG$ a prodrug 5 - hydroxymethyl tolterodine ( 5 - HMT ) the active metabolite of @DRUG$ .	@DRUG$ is a prodrug of @DRUG$, which is the active metabolite of DRUGB.	0
0	They then summarize the clinical development of @DRUG$ in MM, from initial Phase I to Phase II studies @DRUG$ a monotherapy and in combination with other chemotherapeutics.	They then summarize the clinical development of @DRUG$ in MM , from initial Phase ace to Phase deuce studies @DRUG$ a monotherapy and in combination with other chemotherapeutics .	They then summarize the clinical development of @DRUG$ in MM , Phase initial Phase I to from other studies @DRUG$ a monotherapy and in combination with II chemotherapeutics .	then summarize the clinical development of @DRUG$ in MM , from initial Phase I to Phase II studies @DRUG$ a monotherapy and in with other chemotherapeutics .	@DRUG$ is a monotherapy and in combination with other chemotherapeutics.	1
0	@DRUG$ and @DRUG$ do not impair cognitive or psychomotor functioning and are comparable with placebo in terms of somnolence.	@DRUG$ and @DRUG$ do not impair cognitive or psychomotor functioning and are comparable with placebo in condition of sleepiness .	@DRUG$ and @DRUG$ do not with cognitive or psychomotor terms and are comparable impair placebo in functioning of somnolence .	@DRUG$ and @DRUG$ do not impair cognitive or psychomotor functioning and are comparable with placebo terms of somnolence .	@DRUG$ and @DRUG$ do not impair cognitive or psychomotor functioning and are comparable with placebo in terms of somnolence .	0
0	@DRUG$ was administered orally from 100 @DRUG$ twice daily to 1600 mg twice daily in 28-day cycles.	@DRUG$ was administered orally from 100 @DRUG$ double everyday to 1600 mg double everyday in 28 - day cycles .	@DRUG$ was administered orally from 1600 @DRUG$ twice daily twice 100 mg to daily in 28 - day cycles .	@DRUG$ was administered orally from 100 @DRUG$ daily to 1600 mg twice daily in 28 - day cycles .	@DRUG$ was administered orally at a dosage of 100 @DRUG$ twice daily for a total of 1600 mg per day in 28 day cycles.	0
0	CONCLUSION: The observed pharmacokinetic parameters suggested that the acetate ester, and not the @DRUG$ ester, of betamethasone acts @DRUG$ a prodrug or reservoir for betamethasone, conferring on it sustained- and extended-release characteristics.	CONCLUSION : The observed pharmacokinetic parameters suggested that the acetate ester , and not the @DRUG$ ester , of betamethasone acts @DRUG$ a prodrug or reservoir for betamethasone , confabulate on it sustain - and cover - give up characteristics .	CONCLUSION conferring The , pharmacokinetic or suggested that the acetate ester , and not the @DRUG$ ester observed of betamethasone acts @DRUG$ a prodrug parameters characteristics for betamethasone , : on it sustained - and extended - release reservoir .	: The observed pharmacokinetic parameters suggested the acetate ester , and not the @DRUG$ ester , of betamethasone acts @DRUG$ a prodrug or reservoir for betamethasone , conferring on it sustained and extended - release characteristics .	The acetate ester of betamethasone (@DRUG$) is a prodrug or reservoir for betamethasone, conferring on it sustained - and extended - release characteristics.	1
0	In the large, randomised, multicentre INVEST (INternational @DRUG$ SR/trandolapril STudy), a verapamil SR-based treatment strategy that included trandolapril in most patients was as effective @DRUG$ an atenolol-based treatment strategy in reducing the risk of the primary outcome (first occurrence of death [all-cause], nonfatal myocardial infarction [MI] or nonfatal stroke) in patients with hypertension and coronary artery disease (CAD) and was as well tolerated.	In the large , randomised , multicentre INVEST ( external @DRUG$ SR / mavik STudy ) , a verapamil SR - based handling strategy that included mavik in most patients was as effective @DRUG$ an tenormin - based handling strategy in reducing the risk of the primary upshot ( first occurrence of death [ all - cause ] , nonfatal myocardial infarct [ air mile ] or nonfatal stroke ) in patients with hypertension and coronary artery disease ( CAD ) and was as well endure .	myocardial the large , randomised , multicentre INVEST ( INternational @DRUG$ SR / trandolapril STudy ) reducing a based SR tolerated based treatment strategy that included trandolapril in an patients was as effective @DRUG$ [ atenolol - verapamil or strategy in , the risk of the primary outcome ( first occurrence of death most all - cause ] , nonfatal In infarction [ MI ] treatment nonfatal stroke ) in patients with hypertension and coronary and disease ( CAD ) artery was as well - .	In the large , randomised , multicentre INVEST ( INternational @DRUG$ SR / STudy ) , a verapamil SR - based treatment strategy that included in most patients was as effective @DRUG$ an - based treatment strategy in reducing the risk of the primary outcome ( first occurrence of death [ all - cause ] , nonfatal myocardial infarction [ MI ] or nonfatal stroke ) in patients with hypertension coronary artery disease ( CAD ) and was as tolerated .	In the large study, a verapamil SR-based treatment strategy that included trandolapril in most patients was as effective as an atenolol-based treatment strategy in reducing the risk of the primary outcome (first occurrence of death, nonfatal myocardial infar	1
0	@DRUG$ also counteracted the @DRUG$-induced up-regulation of choline-acetyltransferase positive neurons in the striatum and similarly counteracted the increased synaptophysin density in the hippocampus.	@DRUG$ also counteracted the @DRUG$ - induced up-regulation of choline - acetyltransferase confirming neuron in the striatum and similarly counteracted the increased synaptophysin density in the hippocampus .	@DRUG$ also counteracted - @DRUG$ the induced up-regulation of choline - acetyltransferase positive neurons in the striatum and similarly counteracted the increased synaptophysin density in hippocampus the .	@DRUG$ also counteracted the @DRUG$ induced up-regulation of choline - acetyltransferase positive neurons in the striatum similarly counteracted the increased synaptophysin density in the hippocampus .	@DRUG$ reversed the effects of @DRUG$ on the number of choline - acetyltransferase positive neurons in the striatum and the synaptophysin density in the hippocampus .	0
0	Six dogs were treated with a single intravenous (i.v.) dose (2 @DRUG$/kg) of @DRUG$, followed by single oral (p.o.) doses of marbofloxacin at 1, 2 and 4 mg/kg, according to a three-way crossover design.	Six dogs were treated with a individual intravenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of @DRUG$ , followed by individual oral examination ( p.o. ) doses of marbofloxacin at 1 , 2 and 4 milligram / kg , agree to a three - fashion crossover design .	treated dogs were Six ) ) single / ( i.v. a dose ( 2 @DRUG$ intravenous kg with of @DRUG$ , followed by single oral ( p.o. ) doses of marbofloxacin at 1 way 2 and 4 mg / kg , according to a three - , crossover design .	Six dogs were with a single intravenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of @DRUG$ , followed by oral ( p.o. ) doses of at 1 , 2 and mg / kg , according to a three - way crossover design .	Six dogs were treated with a single intravenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of @DRUG$ , followed by single oral ( p.o. ) doses of marbofloxacin at 1 , 2 and 4 mg / kg , according to	0
0	When the effects of ketoconazole on the metabolism of @DRUG$, cisapride, and mosapride citrate (@DRUG$) were examined using human liver microsomes, ketoconazole strongly inhibited the formation of the primary metabolites of cisapride and mosapride, but not itopride.	When the effects of ketoconazole on the metabolism of @DRUG$ , cisapride , and mosapride citrate ( @DRUG$ ) were examined practice human liver microsomes , ketoconazole powerfully bottle up the formation of the elemental metabolites of cisapride and mosapride , but not itopride .	When strongly effects of ketoconazole on the metabolism of @DRUG$ , cisapride , and mosapride citrate , @DRUG$ ) formation examined using human liver microsomes , ketoconazole ( inhibited the were of the primary metabolites of cisapride and mosapride the but not itopride .	When the of ketoconazole on metabolism of @DRUG$ , , and mosapride citrate ( @DRUG$ ) were examined human liver microsomes ketoconazole inhibited formation of the primary metabolites of cisapride mosapride , not itopride .	Ketoconazole inhibits the formation of the primary metabolites of cisapride and mosapride, but not itopride.	1
0	In human liver microsomes (HLMs) 6-MNA formation displayed monophasic Michaelis-Menten kinetics with apparent @DRUG$(m) and V(max) values (mean +/- S.D.) of 75.1 +/- 15.3 microM and 1304 +/- 226 pmol/min/@DRUG$ protein, respectively, and formation rate of 6-MNA varied approximately 5.5-fold (179-983 pmol/min/mg protein).	indiana human liver colored microsome ( HLMs ) 6 - MNA formation displayed monophasic Michaelis-Menten kinetics with apparent @DRUG$ ( m ) and V( max ) values ( mean +/- S.D. ) of 75.1 +/- 15.3 microM and 1304 +/- 226 pmol/min/@DRUG$ protein , severally , and formation rate of 6 - MNA varied some 5.5 - fold ( 179 - 983 pmol / min / magnesium protein ) .	In human liver microsomes ( HLMs ) with - MNA formation displayed / kinetics Michaelis-Menten microM apparent @DRUG$ ( m ) and V( max ) values ( mean +/- S.D. ) of 75.1 +/- 15.3 6 and 1304 +/- 226 pmol/min/@DRUG$ protein , respectively , and formation rate of 6 - MNA varied approximately 5.5 - fold ( 179 - 983 pmol monophasic min ) mg protein / .	In human liver microsomes ( HLMs ) 6 - MNA formation Michaelis-Menten kinetics with @DRUG$ ( m ) and V( max values ( mean +/- S.D. of 75.1 +/- 15.3 microM and 1304 +/- 226 protein respectively , and formation rate of 6 - MNA varied approximately - fold ( 179 983 pmol min protein ) .	The formation of 6-MNA displayed monophasic Michaelis-Menten kinetics with apparent @DRUG$ (m) and V(max) values (mean +/- S.D.) of 75.1 +/- 15.3 microM and 1304 +/- 226 pmol/min	1
0	Finally, pizotifen (0.1--0.3 @DRUG$/kg, i.v.) inhibited or abolished @DRUG$- or quipazine-induced stimulation of the hind limb flexor reflex of spinal rats; the above effect was not due to noradrenolytic action of the drug.	ultimately , pizotifen ( 0.1--0.3 @DRUG$ / kilo , i.v. ) inhibited or abolished @DRUG$ - or quipazine - induced stimulation of the hind limb flexor reflex of spinal so and so ; the above effect was not due to noradrenolytic action of the dose .	Finally , pizotifen ( 0.1--0.3 @DRUG$ / kg not i.v. ) inhibited or abolished @DRUG$ - noradrenolytic rats - induced stimulation of the hind limb flexor reflex of spinal quipazine ; the above effect was , of to or action due the drug .	Finally , pizotifen ( 0.1--0.3 @DRUG$ / kg , i.v. inhibited or @DRUG$ - or quipazine - induced stimulation of hind flexor reflex of spinal rats the above effect was due to noradrenolytic action of the drug .	Pizotifen (0.1-0.3 @DRUG$/kg, i.v.) inhibited or abolished @DRUG$- or quipazine-induced stimulation of the hind limb flexor reflex of spinal rats; the above effect was not due to noradrenolytic	0
0	In conclusion, SLV308 combines high potency partial agonism at dopamine @DRUG$(2) and D(3) receptors with full efficacy low potency serotonin @DRUG$(1) (A) receptor agonism and is worthy of profiling in in vivo models of Parkinson's disease.	hoosier state conclusion , SLV308 combines high potency fond agonism at dopamine @DRUG$ ( two ) and D ( 3 ) receptors with full efficacy blue potency serotonin @DRUG$ ( 1 ) ( A ) receptor agonism and is worthy of profiling in in vivo models of cyril northcote parkinson 's disease .	in In , SLV308 combines high potency partial agonism at dopamine @DRUG$ ( disease ) ) D ( 's ) receptors with full efficacy low potency serotonin @DRUG$ ( 1 ) ( A and receptor agonism and is worthy of profiling conclusion in vivo models of Parkinson 3 2 .	In conclusion , combines high potency partial agonism at dopamine @DRUG$ ( 2 ) and D ( 3 ) receptors with full efficacy low potency serotonin @DRUG$ ( 1 ) ( A ) receptor agonism is worthy of profiling in in vivo models of Parkinson 's disease .	SLV308 is a drug that has high potency at dopamine receptors D2 and D3, and also has full efficacy at serotonin receptors 1A. This drug is worthy of further study for its potential use in treating Parkinson's disease.	1
0	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, @DRUG$, stavudine, lamivudine, abacavir and @DRUG$; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	within  years after zidovudine ( tercet ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of human immunodeficiency virus replication ,  anti-HIV drugs have been formally approve for clinical use in the treatment of human immunodeficiency virus infections : seven nucleoside reverse rna polymerase inhibitor ( NRTIs ) : zidovudine , ddi , @DRUG$ , stavudine , tc , abacavir and @DRUG$ ; one base reverse rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug variant : tenofovir disoproxil fumarate ( TDF ) ] ; little joe non-nucleoside reverse rna polymerase inhibitor ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten proteinase inhibitor ( pi ) : invirase , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one coalition inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	inhibitor 25 years after zidovudine ( 3 ' - azido - 2',3'- four reverse AZT ) was first described ) an use of HIV replication , 25 anti-HIV saquinavir have been formally approved for clinical Within in the treatment ( HIV infections : seven nucleoside reverse INI inhibitors ( NRTIs ) : zidovudine , didanosine , @DRUG$ , stavudine , lamivudine , abacavir and @DRUG$ ; one nucleotide reverse transcriptase inhibitor ( NtRTI as : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate of TDF ) ] ; dideoxythymidine ) : transcriptase inhibitors : NNRTIs ) : nevirapine , delavirdine , efavirenz , amprenavir ; ten protease inhibitors ( PIs ) : drugs and ritonavir , indinavir one nelfinavir , etravirine , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI , : enfuvirtide ; one co-receptor inhibitor ( CRI ) ( maraviroc and ) integrase inhibitor ( transcriptase non-nucleoside , raltegravir .	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections seven reverse transcriptase ( NRTIs ) : zidovudine , didanosine , @DRUG$ , stavudine , lamivudine , and @DRUG$ ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) tenofovir [ in its prodrug : tenofovir disoproxil fumarate ( TDF ) ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz etravirine ; ten protease inhibitors ( PIs : , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir tipranavir and darunavir ; one fusion inhibitor ( ) : enfuvirtide ; one inhibitor ( CRI ) maraviroc and one integrase inhibitor INI ) : raltegravir .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
0	@DRUG$ a rule, @DRUG$'s blood pressure-reducing effect is rapid in onset (within 1 or 2 weeks) and by 1 month reaches 65% of its maximum, which occurs after 3 to 4 months of treatment.	@DRUG$ a rule , @DRUG$ 's blood pressure- reducing burden is rapid in onrush ( within ace or 2 weeks ) and by ace month grasp 65 % of its maximum , which occurs after 3 to 4 months of treatment .	@DRUG$ a rule , @DRUG$ 's blood pressure- reducing effect is rapid in onset % within 1 or after weeks ) and by ( month reaches 65 1 of its maximum to which occurs 2 3 , 4 months of treatment .	@DRUG$ a rule , @DRUG$ 's blood pressure- reducing effect is rapid in onset ( 1 or 2 weeks ) and by 1 month reaches 65 % of its maximum , which occurs after 3 to 4 months treatment .	@DRUG$ is a rule that states that @DRUG$'s blood pressure-reducing effect is rapid in onset (within 1 or 2 weeks) and by 1 month reaches 65% of its maximum, which occurs after 3 to 4 months of treatment.	0
0	The major site of glucuronidation was at the C-10 phenol, but @DRUG$ glucuronidated at the C'-10 @DRUG$ was also present.	The major site of glucuronidation was at the C-10 hydroxybenzene , but @DRUG$ glucuronidated at the C'-10 @DRUG$ was as well present .	The major was of glucuronidation the at the C-10 phenol , but @DRUG$ glucuronidated at site C'-10 @DRUG$ was also present .	The major site of glucuronidation was at the C-10 , @DRUG$ glucuronidated at the C'-10 @DRUG$ was present .	@DRUG$ glucuronidated at the C'-10 position of @DRUG$ was also present.	0
0	Collectively, the available evidence strongly suggests that a combination of a potent aerosolized fentanyl derivative, such as @DRUG$, and an inhalational anesthetic, such @DRUG$ halothane, was used.	Collectively , the available evidence powerfully advise that a combination of a potent aerosolized sublimaze derivative , such as @DRUG$ , and an inhalational anesthetic , such @DRUG$ halothane , was used .	Collectively , the available evidence strongly suggests inhalational a combination of a potent aerosolized fentanyl derivative , used as @DRUG$ that and an , anesthetic , such @DRUG$ halothane , was such .	Collectively , the evidence strongly suggests a combination of a potent aerosolized fentanyl , such as @DRUG$ , and an inhalational anesthetic , such @DRUG$ halothane , was used .	The two drugs were likely used together to achieve the desired effect.	1
0	999 7 within the SAs concentration range of 1 - 25 @DRUG$/@DRUG$ (except sulfanitran 0.	999 vii within the SAs concentration range of 1 - 25 @DRUG$ / @DRUG$ ( except sulfanitran 0 .	999 1 within the SAs concentration range of 7 - 25 @DRUG$ / @DRUG$ ( except sulfanitran 0 .	999 7 within the SAs concentration range of 1 - 25 @DRUG$ / @DRUG$ ( except sulfanitran 0 .	999 7 within the SAs concentration range of 1 - 25 @DRUG$ / @DRUG$ ( except sulfanitran 0 ."This means that for every 1 unit of DRUGA, there is 7 units of DRUGB, except for sulfanitran which has a concentration	0
1	The aim of this study was, therefore, to provide comparative binding characteristics of agonists (epinephrine, norepinephrine, isoproterenol, fenoterol, @DRUG$, salmeterol, terbutalin, formoterol, broxaterol) and antagonists (propranolol, alprenolol, atenolol, metoprolol, @DRUG$, carvedilol, pindolol, BRL 37344, CGP 20712, SR 59230A, CGP 12177, ICI 118551) at all three subtypes of human beta-adrenergic receptors in an identical cellular background.	The drive of this sketch was , therefore , to provide comparative binding characteristics of agonists ( epinephrine , norepinephrine , isoproterenol , fenoterol , @DRUG$ , salmeterol , terbutalin , formoterol , broxaterol ) and antagonists ( propranolol , alprenolol , tenormin , metoprolol , @DRUG$ , carvedilol , visken , BRL 37344 , CGP 20712 , SR 59230A , CGP 12177 , ICI 118551 ) at all three subtypes of homo beta-adrenergic sense organ in an very cellular desktop .	The beta-adrenergic of this study was , ( , to identical pindolol binding characteristics CGP agonists ( epinephrine , norepinephrine , isoproterenol ) fenoterol , @DRUG$ , salmeterol , terbutalin , formoterol , broxaterol ) and antagonists therefore propranolol , alprenolol , atenolol , metoprolol , @DRUG$ , carvedilol , comparative , BRL 37344 an CGP 20712 , SR ICI , of 12177 , 59230A 118551 , at all three subtypes of human aim receptors in , provide cellular background .	The aim of this was , therefore , to comparative binding characteristics of agonists ( epinephrine , norepinephrine , isoproterenol , , @DRUG$ , , terbutalin , formoterol , broxaterol ) and antagonists ( propranolol , alprenolol , atenolol , metoprolol , @DRUG$ , carvedilol , pindolol , BRL 37344 , CGP 20712 , SR , CGP 12177 , ICI 118551 ) at all three subtypes of human beta-adrenergic receptors in an identical cellular background .	The study found that @DRUG$ binds to beta-adrenergic receptors with a higher affinity than @DRUG$. Additionally, DRUGA was found to bind to all three subtypes of human beta-adrenergic receptors, while DRUGB only bound to two of the subtypes.	0
0	INTRODUCTION: Khat leaves (mainly @DRUG$ and @DRUG$) have been chewed for centuries as stimulants.	INTRODUCTION : Khat leave ( mainly @DRUG$ and @DRUG$ ) have been chewed for centuries as stimulants .	INTRODUCTION : chewed leaves ( mainly @DRUG$ and @DRUG$ ) have been Khat for centuries as stimulants .	INTRODUCTION : Khat leaves ( mainly @DRUG$ @DRUG$ ) have been chewed for centuries as stimulants .	Khat leaves have been chewed for centuries as stimulants, mainly @DRUG$ and @DRUG$.	0
0	In the event of an influenza outbreak, antivirals including the neuraminidase (NA) inhibitors, @DRUG$, oseltamivir, and @DRUG$ may provide valuable benefit when vaccine production is delayed, limited, or cannot be used.	In the event of an influenza outbreak , antivirals including the neuraminidase ( NA ) inhibitors , @DRUG$ , oseltamivir , and @DRUG$ crataegus laevigata provide valuable welfare when vaccinum product is delayed , limited , or cannot be used .	In ( event of an influenza outbreak , antivirals including the neuraminidase the NA ) inhibitors , @DRUG$ , production , and @DRUG$ may provide be cannot when vaccine oseltamivir is delayed , limited , or benefit valuable used .	the event of influenza outbreak , antivirals including the neuraminidase ( NA ) inhibitors , @DRUG$ , oseltamivir , and @DRUG$ may provide benefit when vaccine production is delayed , limited , or cannot be	If there is an outbreak of the flu, and you need to take antivirals, then you should take the neuraminidase inhibitors @DRUG$ (oseltamivir) and @DRUG$ (zanamivir).	0
0	Inhibition of glutathione synthesis, using L-buthionine-(S,R)-sulfoximine reversed the effects of NAc-@DRUG$ on intracellular glutathione, @DRUG$ well as cellular proliferation and cytotoxicity.	inhibition of glutathione synthesis , using L-buthionine -( S , R ) - sulfoximine reversed the effects of nac - @DRUG$ on intracellular glutathione , @DRUG$ considerably as cellular proliferation and cytotoxicity .	Inhibition of glutathione synthesis as well L-buthionine -( , , R ) - sulfoximine reversed the effects of NAc - @DRUG$ on intracellular glutathione S @DRUG$ using , cellular proliferation and cytotoxicity .	Inhibition of glutathione synthesis , using -( S , R ) - sulfoximine the effects of NAc - @DRUG$ on intracellular glutathione , @DRUG$ as cellular proliferation and cytotoxicity .	@DRUG$ inhibits glutathione synthesis, which in turn reverses the effects of DRUGA on intracellular glutathione, @DRUG$, as well as cellular proliferation and cytotoxicity.	0
0	The area under the concentration-time curve (AUC) reported after subcutaneous administration of 0.2 mg kg(-1) @DRUG$ (68.5+/-23.2 @DRUG$ day(-1) ml(-1)) was similar to the AUC previously reported for goats after a pour-on administration of 0.5 mg kg(-1) eprinomectin.	The area under the concentration - clock time breaking ball ( AUC ) report after subcutaneous administration of 0.2 atomic number  kilo ( - 1 ) @DRUG$ ( 68.5+/-23.2 @DRUG$ day ( - 1 ) ml ( - 1 ) ) was interchangeable to the AUC previously report for goats after a pour-on administration of 0.5 atomic number  kilo ( - 1 ) eprinomectin .	1 area under the concentration - for curve ( AUC ) reported after of administration subcutaneous 0.2 mg kg ( - The ) @DRUG$ ( 68.5+/-23.2 @DRUG$ day ( - 1 ) ml ( - 1 ) ) was similar to the AUC previously reported goats ( after a pour-on administration time 0.5 mg kg of - 1 ) eprinomectin .	The area under the concentration - time curve ( AUC ) reported after subcutaneous administration of 0.2 mg ( - 1 ) @DRUG$ ( 68.5+/-23.2 @DRUG$ day ( - 1 ) ml ( - 1 ) ) was similar the AUC previously reported for goats after pour-on administration of 0.5 mg kg ( - 1 ) eprinomectin .	The area under the concentration - time curve ( AUC ) reported after subcutaneous administration of 0.2 mg kg ( - 1 ) @DRUG$ ( 68.5+/-23.2 @DRUG$ day ( - 1 ) ml ( - 1 ) ) was similar to the AUC	0
0	Significant (@DRUG$<.05) efficacy was evident for sertraline from week 2 on the @DRUG$-2 total severity score.	significant ( @DRUG$ < .05 ) efficacy was evident for sertraline from week deuce on the @DRUG$ - deuce total severity score .	Significant ( @DRUG$ < severity ) efficacy was evident for sertraline from - 2 on the @DRUG$ week 2 total .05 score .	Significant ( @DRUG$ < .05 ) efficacy was evident for sertraline from week 2 on the @DRUG$ - 2 total severity score .	There is a significant difference between the efficacy of sertraline and the efficacy of the placebo from week 2 onwards on the total severity score of @DRUG$ .	1
0	@DRUG$ is referred to @DRUG$ a hybrid progestin being derived from the estrane group with a 17alpha-cyanomethyl group, and drospirenone derives from spirolactone.	@DRUG$ is referred to @DRUG$ a hybrid progestin being derived from the estrane mathematical group with a 17alpha- cyanomethyl mathematical group , and drospirenone come from spirolactone .	@DRUG$ is referred to @DRUG$ a drospirenone progestin being derived derives the estrane group with a 17alpha- cyanomethyl group , and hybrid from from spirolactone .	@DRUG$ is referred to @DRUG$ a hybrid progestin being derived from the estrane group with a 17alpha- cyanomethyl , and derives from spirolactone .	@DRUG$ is a progestin that is derived from the estrane group, and drospirenone is a progestin that is derived from spirolactone.	1
0	Asia was characterized by the highest prevalence of resistance, overall, with only eight of 19 antimicrobials (co-amoxiclav, @DRUG$, vancomycin, teicoplanin, quinupristin/dalfopristin, @DRUG$, moxifloxacin and telithromycin) retaining high activity against isolates of S. pneumoniae from this region.	Asia was characterized by the highest preponderance of resistance , overall , with only eight spot of nineteen antimicrobial ( co- amoxiclav , @DRUG$ , vancocin , teicoplanin , quinupristin / dalfopristin , @DRUG$ , moxifloxacin and telithromycin ) retaining high activity against isolates of S. pneumoniae from this region .	Asia was characterized by the , dalfopristin this resistance highest overall , with only eight of S. antimicrobials ( co- amoxiclav , @DRUG$ , vancomycin , teicoplanin , quinupristin / prevalence , @DRUG$ , moxifloxacin and telithromycin ) retaining from activity against isolates of 19 pneumoniae high of region .	Asia was characterized by highest prevalence resistance , overall , with eight of 19 antimicrobials ( co- amoxiclav , @DRUG$ , vancomycin , , quinupristin / dalfopristin , @DRUG$ , moxifloxacin and telithromycin ) retaining high against isolates of S. pneumoniae from region .	The antimicrobials co-amoxiclav, @DRUG$, vancomycin, teicoplanin, quinupristin/dalfopristin, @DRUG$, moxifloxacin, and telithromycin had high activity against Strept	0
0	METHODS: Ten elderly (age range 71-93 years) and nine young subjects (24-35 years) received an oral dose of 200 @DRUG$ @DRUG$ in an open, single dose, cross sectional design.	METHODS : Ten older ( age range lxxi - 93 years ) and nine young subjects ( 24 - 35 years ) received an oral dose of 200 @DRUG$ @DRUG$ in an open , exclusive dose , cross sectioned design .	METHODS : nine cross ( age , open - 93 years ) and Ten young subjects ( 24 - 35 years ) received an oral dose of 200 @DRUG$ @DRUG$ in an 71 range single dose , elderly sectional design .	METHODS : Ten elderly ( age 71 - 93 years ) and nine young subjects ( - 35 years ) received an oral dose of 200 @DRUG$ @DRUG$ in an open , single dose , cross sectional design .	The elderly subjects received a dose of 200 @DRUG$, while the young subjects received a dose of 200 @DRUG$.	0
0	When possible, we recommend stopping all potentially contributing medications in patients with calciphylaxis, including @DRUG$, active vitamin D, calcium supplements, and @DRUG$.	When possible , we recommend stopping all potentially contributing medications in patient with calciphylaxis , admit @DRUG$ , active vitamin D , calcium supplements , and @DRUG$ .	When calcium , we recommend stopping all potentially contributing in medications patients with calciphylaxis , including @DRUG$ , active vitamin D , possible supplements , and @DRUG$ .	When , we recommend stopping all medications in patients with calciphylaxis , including @DRUG$ , active vitamin D , supplements and @DRUG$ .	When possible, we recommend stopping all potentially contributing medications in patients with calciphylaxis, including @DRUG$, active vitamin D, calcium supplements, and @DRUG$.	0
0	Of 11 cDNA-expressed recombinant P450s used, recombinant CYP1A2 was the major form catalyzing the 6-MNA formation with an apparent @DRUG$(@DRUG$) of 45 microM and V(max) of 8.7 pmol/min/pmol P450.	Of  cDNA - expressed recombinant P450s ill used , recombinant CYP1A2 was the john major form catalyzing the 6 - MNA shaping with an apparent @DRUG$ ( @DRUG$ ) of 45 microM and V( max ) of 8.7 pmol / min / pmol P450 .	Of 11 cDNA - expressed with P450s used , recombinant CYP1A2 was the major form catalyzing the 6 of MNA formation ) / apparent @DRUG$ ( @DRUG$ ) of 45 microM and V( max recombinant - 8.7 pmol an min / pmol P450 .	Of 11 cDNA - expressed recombinant P450s used , was major form catalyzing 6 - MNA formation with an apparent @DRUG$ ( @DRUG$ ) of 45 microM and V( max ) of 8.7 pmol / min / pmol P450	CYP1A2 is the major form of P450 catalyzing the formation of 6-MNA with an apparent @DRUG$ (@DRUG$) of 45 microM and V(max) of 8.7 pmol/min/pmol P450.	0
1	Ezetimibe does not have significant effects on plasma levels of HMG-CoA reductase inhibitors commonly known as statins (@DRUG$, fluvastatin, lovastatin, pitavastatin, pravastatin, rosuvastatin, simvastatin), fibric acid derivatives (gemfibrozil, @DRUG$), digoxin, glipizide, warfarin and triphasic oral contraceptives (ethinylestradiol and levonorgestrel).	Ezetimibe does not have significant effects on plasma levels of HMG - CoA reductase inhibitors ordinarily known as statins ( @DRUG$ , fluvastatin , mevacor , pitavastatin , pravachol , rosuvastatin , zocor ) , fibric sulfurous derivatives ( gemfibrozil , @DRUG$ ) , digoxin , glipizide , warfarin and triphasic oral contraceptives ( ethinylestradiol and levonorgestrel ) .	Ezetimibe does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly glipizide as statins ( @DRUG$ , fluvastatin ) lovastatin pitavastatin , , pravastatin , rosuvastatin , simvastatin ) , fibric acid derivatives , gemfibrozil ( @DRUG$ , , digoxin , known , warfarin and triphasic oral contraceptives ( ethinylestradiol and levonorgestrel ) .	Ezetimibe does not have effects on plasma levels HMG - CoA reductase inhibitors commonly known statins ( @DRUG$ , fluvastatin , lovastatin , , pravastatin , rosuvastatin , simvastatin ) , fibric derivatives ( gemfibrozil , @DRUG$ , digoxin , glipizide , warfarin and triphasic oral contraceptives ( ethinylestradiol and levonorgestrel )	Ezetimibe does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( @DRUG$ ), fibric acid derivatives ( gemfibrozil , @DRUG$ ), digoxin , glipizide , warfarin	0
0	This result showed that H44 L-TA is more effective than the wild-type L-@DRUG$ for the mass production of @DRUG$-threo-DOPS.	This ensue showed that H44 L-TA is more effective than the wild - type L-@DRUG$ for the stack production of @DRUG$ - threo- DOPS .	This threo- showed for H44 L-TA is more effective than the wild - type L-@DRUG$ that the mass production of @DRUG$ - result DOPS .	This result showed that H44 L-TA is more effective than the wild - type L-@DRUG$ for the mass production of - DOPS .	H44 L-TA is more effective than the wild - type L-@DRUG$ for the mass production of @DRUG$ - threo- DOPS .	0
0	With this system, the Km value for E was in the nanomolar range (80.6 nmol/@DRUG$) and the Vmax value was very low (0.88 nmol/@DRUG$/min).	With this arrangement , the Km time value for E was in the nanomolar range ( 80.6 nmol / @DRUG$ ) and the Vmax time value was very low ( 0.88 nmol / @DRUG$ / fukkianese ) .	the this system , the in value for E was Km With nanomolar range ( 80.6 nmol / @DRUG$ ) was the Vmax value and very low ( 0.88 nmol / @DRUG$ / min ) .	With this system , the Km value for E in the nanomolar range ( 80.6 nmol / @DRUG$ ) and the Vmax was very low ( 0.88 nmol / @DRUG$ / min ) .	The Km value for E is very low ( 80.6 nmol / @DRUG$ ), and the Vmax value is very low ( 0.88 nmol / @DRUG$ / min ).	0
0	For 40% fT>MIC and >97.5% PTA, the breakpoints were 0.125 @DRUG$/@DRUG$ (500 mg twice daily), 0.25 mg/L (250 mg three times daily and 875 mg twice daily), 0.5 mg/L (500 mg three times daily) and 1 mg/L (750, 875 or 1000 mg three times daily and 500 mg four times daily).	For xl % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 @DRUG$ / @DRUG$ ( 500 mg twice day after day ) , 0.25 mg /  ( 250 mg terzetto meter day after day and 875 mg twice day after day ) , 0.5 mg /  ( 500 mg terzetto meter day after day ) and ace mg /  ( 750 , 875 or 1000 mg terzetto meter day after day and 500 mg four spot meter day after day ) .	For 40 % fT>MIC and mg daily / PTA , the L were 0.125 @DRUG$ / @DRUG$ ( 500 mg twice daily ) , 0.25 mg / L ( 250 mg three and daily and 875 mg twice daily ) , 0.5 mg % L ( 500 > three three 97.5 ) times 1 mg / breakpoints ( 750 , 875 or 1000 mg times times daily and 500 mg four times daily ) .	For 40 % fT>MIC and 97.5 % PTA , the breakpoints were 0.125 @DRUG$ @DRUG$ ( 500 mg twice daily ) 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily ) , 0.5 mg / L ( 500 mg times daily ) and 1 mg / L ( 750 , 875 mg three times and 500 four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 @DRUG$ / @DRUG$ ( 500 mg twice daily ) , 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily ) , 0.5	0
0	After a dose-ranging (10 to 40 mg) placebo-controlled trial, we undertook a placebo- and oseltamivir-controlled trial of single, weight-based doses of @DRUG$ (40 or 80 @DRUG$) in patients 12 to 64 years of age during the 2016-2017 season.	After a dose-ranging ( 10 to 40 mg ) placebo- control visitation , we undertook a placebo- and oseltamivir-controlled visitation of single , weight unit - based doses of @DRUG$ ( 40 or 80 @DRUG$ ) in patients xii to lxiv years of age during the 2016 - 2017 season .	- a dose-ranging ( 10 to 40 mg or placebo- 40 trial , we undertook a placebo- and oseltamivir-controlled trial of single , weight After based doses of @DRUG$ ( controlled ) 80 @DRUG$ ) in patients 12 to 64 years age of during - 2016 the 2017 season .	After a dose-ranging 10 to 40 mg ) controlled trial , we undertook a placebo- and oseltamivir-controlled trial of single - based doses of @DRUG$ 40 or 80 @DRUG$ ) in patients to 64 years of age during the 2016 - 2017 season .	We gave different doses of @DRUG$ (40 or 80 mg) to patients, and then compared how well they did when given either DRUGA or a placebo. We also compared how well patients did when given DRUGA and oseltamivir.	1
1	Examples of important interactions mediated by enzyme inhibition include the increase in the serum concentration of phenobarbital and @DRUG$ caused by @DRUG$.	Examples of important interactions mediate by enzyme inhibition include the addition in the serum concentration of phenobarbital and @DRUG$ caused by @DRUG$ .	Examples of important interactions mediated by enzyme the include the increase in inhibition of concentration serum phenobarbital and @DRUG$ caused by @DRUG$ .	Examples of important interactions mediated by enzyme inhibition the increase in the serum concentration of phenobarbital and @DRUG$ caused by @DRUG$ .	@DRUG$ is an enzyme inhibitor that increases the serum concentration of phenobarbital.	1
0	The penetration and retention of five commonly used sunscreen agents (avobenzone, @DRUG$, octocrylene, oxybenzone and @DRUG$) in human skin was evaluated after application in mineral oil to isolated human epidermal membranes.	The insight and retention of five commonly used sunscreen federal agent ( avobenzone , @DRUG$ , octocrylene , oxybenzone and @DRUG$ ) in human shin was evaluated after application in mineral oil to isolated human epidermal membranes .	The penetration and retention of five commonly used sunscreen ) ( avobenzone , @DRUG$ , octocrylene , oxybenzone to @DRUG$ agents in human skin in evaluated after application was mineral oil and isolated human epidermal membranes .	The penetration and retention of five commonly used sunscreen agents ( avobenzone , @DRUG$ , octocrylene , oxybenzone @DRUG$ ) in human skin was evaluated after application in mineral oil to isolated human epidermal membranes .	The penetration and retention of five commonly used sunscreen agents ( avobenzone , octocrylene , oxybenzone and @DRUG$ ) in human skin was evaluated after application in mineral oil to isolated human epidermal membranes .	1
0	The use of the D1/D2 @DRUG$ receptor agonist @DRUG$ SL for the treatment of erectile dysfunction provides a strong support in favour of a participation of the dopaminergic system in the control of sexual function.	The use of the D1 / D2 @DRUG$ receptor agonist @DRUG$ SL for the treatment of erectile disfunction provides a firm support in favour of a involution of the dopaminergic system in the control of sexual function .	The use of system D1 / receptor @DRUG$ D2 agonist @DRUG$ SL for the participation of erectile dysfunction provides a strong support in favour of a treatment of the dopaminergic the in the control of sexual function .	The use of the D1 / D2 @DRUG$ agonist @DRUG$ SL for the treatment of erectile dysfunction a strong support in favour of a of the dopaminergic system in the control of sexual function .	The use of the D1 / D2 @DRUG$ receptor agonist @DRUG$ SL for the treatment of erectile dysfunction suggests that the dopaminergic system is involved in the control of sexual function.	0
0	MIC(50) and MIC(90) values (mg/L) for the 201 Gram-positive organisms were as follows: AZD2563, 1.0/4.0; @DRUG$, 1.0/4.0; quinupristin/dalfopristin, 0.5/1.0; @DRUG$, 0.25/1.0; clindamycin, 0.25/8.0; metronidazole, 0.5/>16.0; vancomycin, 0.5/2.0; teicoplanin, 0.125/0.25; and meropenem, 0.06/1.0.	MIC ( 50 ) and MIC ( xc ) values ( milligram /L ) for the 201 Gram-positive being were as watch : AZD2563 , 1.0/4.0 ; @DRUG$ , 1.0/4.0 ; quinupristin/ dalfopristin , 0.5/1.0 ; @DRUG$ , 0.25/1.0 ; clindamycin , 0.25/8.0 ; flagyl , 0.5/>16.0 ; vancocin , 0.5/2.0 ; teicoplanin , 0.125/0.25 ; and meropenem , 0.06/1.0 .	MIC /L ; ) organisms MIC ( 90 ) the 0.5/2.0 mg , ) for values 201 Gram-positive and were as follows : AZD2563 , 1.0/4.0 ; @DRUG$ , 1.0/4.0 ; quinupristin/ dalfopristin , 0.5/1.0 ; @DRUG$ , 0.25/1.0 ; clindamycin ( 0.25/8.0 50 metronidazole , 0.5/>16.0 ; vancomycin , ( ; teicoplanin , 0.125/0.25 ; and meropenem , 0.06/1.0 .	MIC ( 50 and MIC ( 90 ) values ( mg /L ) for the 201 Gram-positive organisms were as follows : AZD2563 , 1.0/4.0 ; @DRUG$ , 1.0/4.0 ; quinupristin/ dalfopristin , 0.5/1.0 ; @DRUG$ , 0.25/1.0 ; clindamycin , 0.25/8.0 ; metronidazole , 0.5/>16.0 ; vancomycin , 0.5/2.0 ; teicoplanin , 0.125/0.25 meropenem 0.06/1.0 .	The MIC ( 50 ) and MIC ( 90 ) values ( mg /L ) for the 201 Gram-positive organisms were as follows : AZD2563 , 1.0/4.0 ; @DRUG$ , 1.0/4.0 ; quinupristin/ dalf	1
0	Effects of the @DRUG$ H1 antagonist @DRUG$ on rat fetal palate development.	Effects of the @DRUG$ H1 antagonist @DRUG$ on bum fetal palate development .	Effects of the @DRUG$ fetal antagonist @DRUG$ on rat H1 palate development .	of the @DRUG$ antagonist @DRUG$ rat fetal palate development .	The effects of the @DRUG$ H1 antagonist @DRUG$ on rat fetal palate development.	0
0	Multidrug resistance (MDR) in tumor cells is generally associated with increased efflux of the cytotoxic compounds, due to the activation of mechanisms of intracellular transport and to the overexpression of surface proteins, such as @DRUG$-glycoprotein (Pgp), which act @DRUG$ ATP-dependent molecular pumps.	Multidrug resistance ( MDR ) in tumor cells is mostly associated with increase efflux of the cytotoxic intensify , due to the activating of mechanisms of intracellular transport and to the overexpression of surface protein , such as @DRUG$ - glycoprotein ( Pgp ) , which act @DRUG$ ATP - dependent molecular pumps .	Multidrug resistance ( MDR ) in tumor the is to associated with increased efflux of cells cytotoxic compounds , due to the activation of mechanisms of , transport and the generally overexpression of surface proteins intracellular such as @DRUG$ - glycoprotein ( Pgp ) , which act @DRUG$ ATP - dependent molecular pumps .	Multidrug resistance MDR ) in tumor cells is generally associated with increased efflux of the cytotoxic compounds , due the activation of mechanisms of intracellular transport and to the overexpression of surface proteins , such as @DRUG$ - glycoprotein ( Pgp ) , which act @DRUG$ ATP - dependent molecular pumps .	Multidrug resistance ( MDR ) in tumor cells is generally associated with increased efflux of the cytotoxic compounds , due to the activation of mechanisms of intracellular transport and to the overexpression of surface proteins , such as @DRUG$ - glycoprotein ( Pgp ) ,	1
0	Dichloroacetate, an activator of pyruvate dehydrogenase, inhibited net alanine release: it also interfered with the metabolism of the branched-chain @DRUG$ @DRUG$, leucine and isoleucine.	Dichloroacetate , an activator of pyruvate dehydrogenase , suppress net alanine dismissal : it also interpose with the metabolism of the branched - chain @DRUG$ @DRUG$ , leucine and isoleucine .	Dichloroacetate , activator an of inhibited dehydrogenase , pyruvate net alanine release metabolism it also interfered with the : of the branched - chain @DRUG$ @DRUG$ , leucine and isoleucine .	Dichloroacetate , an activator pyruvate , net release : it also with the metabolism of the branched - chain @DRUG$ @DRUG$ , leucine and	Dichloroacetate, an activator of pyruvate dehydrogenase, inhibited net alanine release: it also interfered with the metabolism of the branched-chain amino acids, leucine and isoleucine.	1
0	@DRUG$ completely inhibited the VEGF-induced increase in DNA synthesis and tube formation in endothelial cells by suppressing NADPH oxidase-mediated reactive oxygen species generation and @DRUG$ activation.	@DRUG$ completely inhibited the VEGF - induced step up in deoxyribonucleic acid synthesis and tube shaping in endothelial cells by suppressing NADPH oxidase -mediated reactive oxygen species generation and @DRUG$ activation .	@DRUG$ completely inhibited the VEGF - induced increase in oxygen synthesis and tube formation -mediated endothelial cells and suppressing NADPH oxidase in reactive DNA species generation by @DRUG$ activation .	@DRUG$ completely inhibited the VEGF - induced increase in DNA synthesis and tube formation in cells by suppressing NADPH oxidase -mediated reactive oxygen generation and @DRUG$ activation .	@DRUG$ inhibits the effects of @DRUG$ on endothelial cells by suppressing the generation of reactive oxygen species.	0
0	The median time to the first crisis was significantly longer with high-dose crizanlizumab than with placebo (4.07 vs. 1.38 months, P=0.001), @DRUG$ was the median time to the second crisis (10.32 vs. 5.09 months, @DRUG$=0.02).	The median clock time to the number  crisis was significantly farseeing with high- window pane crizanlizumab than with placebo ( 4.07 vs. 1.38 months , P=0.001 ) , @DRUG$ was the median clock time to the second crisis ( 10.32 vs. 5.09 months , @DRUG$=0.02 ) .	The median time to the months crisis was significantly longer with , dose crizanlizumab than with placebo ( 4.07 crisis 1.38 first , P=0.001 ) , @DRUG$ was the vs. time to the second median ( 10.32 vs. 5.09 months high- @DRUG$=0.02 ) .	The median time to the first crisis was significantly longer with high- dose crizanlizumab than with placebo 4.07 vs. 1.38 , P=0.001 ) , @DRUG$ was the median to the second crisis 10.32 vs. 5.09 months , @DRUG$=0.02 ) .	High-dose crizanlizumab was associated with a significantly longer median time to the first crisis than placebo (4.07 vs. 1.38 months, P=0.001), and the median time to the second crisis was significantly longer with crizanlizumab	1
0	The tested @DRUG$ strains were susceptible to the polypeptide antibiotic as well, but (with MICs of 16 mg/@DRUG$ and 32 mg/l, respectively) to a lesser extent.	The tested @DRUG$ strains were susceptible to the polypeptide antibiotic as well , but ( with MICs of sixteen mg / @DRUG$ and thirty two mg /l , respectively ) to a less extent .	The tested @DRUG$ strains mg susceptible to the polypeptide antibiotic as well , but ( with MICs of 16 mg / @DRUG$ and 32 to /l , respectively ) a were lesser extent .	tested @DRUG$ strains were susceptible to the polypeptide well , but ( MICs of 16 mg / @DRUG$ 32 mg /l , respectively ) to a lesser extent .	The tested @DRUG$ strains were susceptible to the polypeptide antibiotic as well, but (with MICs of 16 mg/@DRUG$ and 32 mg/l, respectively) to a lesser extent.	0
0	Nebivolol is a third-generation, cardioselective beta-blocker that produces vasodilation and improves endothelial function via the @DRUG$/@DRUG$ pathway.	Nebivolol is a third gear - generation , cardioselective beta-blocker that produces vasodilation and improves endothelial run via the @DRUG$ / @DRUG$ pathway .	a is Nebivolol third produces generation , cardioselective beta-blocker that - vasodilation and improves endothelial function via the @DRUG$ / @DRUG$ pathway .	Nebivolol is a third - generation , cardioselective beta-blocker that produces vasodilation and improves endothelial function via the @DRUG$ / @DRUG$ pathway .	Nebivolol is a drug that improves endothelial function by activating the @DRUG$ / @DRUG$ pathway .	0
0	The primary endpoint was progression-free survival by blinded independent central review for @DRUG$ plus @DRUG$ versus vemurafenib.	The primary end point was advancement - free survival by blinded independent central review for @DRUG$ plus @DRUG$ versus vemurafenib .	for primary endpoint was progression - free survival central blinded independent by review The @DRUG$ plus @DRUG$ versus vemurafenib .	primary endpoint progression - free survival blinded independent central review for @DRUG$ plus @DRUG$ versus vemurafenib .	The primary endpoint was progression - free survival by blinded independent central review for @DRUG$ plus @DRUG$ versus vemurafenib ."DRUGA and DRUGB are two different drugs.	0
0	In plasma, apixaban was the major circulating component and O-demethyl @DRUG$ @DRUG$, a stable and water-soluble metabolite, was the significant metabolite.	In plasm , apixaban was the major circulating part and O-demethyl @DRUG$ @DRUG$ , a stable and water - soluble metabolite , was the significant metabolite .	, plasma , apixaban was the major circulating component and O-demethyl @DRUG$ @DRUG$ , a stable and water - metabolite metabolite In was the significant soluble .	In plasma , apixaban was the circulating component and O-demethyl @DRUG$ @DRUG$ , a and water - soluble metabolite was the significant metabolite .	Apixaban was the major circulating component and O-demethyl @DRUG$ @DRUG$ was the significant metabolite.	0
0	XENical in the prevention of diabetes in obese subjects (XENDOS) study: a randomized study of @DRUG$ @DRUG$ an adjunct to lifestyle changes for the prevention of type 2 diabetes in obese patients.	XENical in the bar of diabetes in obese subjects ( XENDOS ) study : a randomized study of @DRUG$ @DRUG$ an adjunct to lifestyle deepen for the bar of type 2 diabetes in obese patient .	XENical in obese prevention of diabetes in obese diabetes ( XENDOS ) study : a randomized subjects of @DRUG$ @DRUG$ an adjunct to lifestyle changes for the prevention of type 2 study in the patients .	XENical the prevention of diabetes in obese subjects ( XENDOS ) study : a randomized study of @DRUG$ @DRUG$ to lifestyle changes for the prevention of type diabetes patients .	XENical in the prevention of diabetes in obese subjects ( XENDOS ) study : a randomized study of @DRUG$ as an adjunct to lifestyle changes for the prevention of type 2 diabetes in obese patients .	1
0	CONCLUSION: @DRUG$ is equally as effective @DRUG$ surfactant-TA and poractant alfa.	closing : @DRUG$ is equally as effective @DRUG$ surfactant - TA and poractant alfa .	poractant : @DRUG$ is equally as effective @DRUG$ surfactant - TA and CONCLUSION alfa .	CONCLUSION : @DRUG$ is equally as effective @DRUG$ surfactant - TA and poractant alfa	@DRUG$ is just as effective as @DRUG$ when it comes to surfactant - TA and poractant alfa .	0
0	@DRUG$-tazobactam has recently been reformulated to include @DRUG$ and sodium citrate; this new formulation has been shown to be compatible in vitro with the two aminoglycosides, gentamicin and amikacin, allowing for simultaneous Y-site infusion, but not with tobramycin.	@DRUG$ - tazobactam has of late been reformulated to include @DRUG$ and sodium citrate ; this new conceptualisation has been shown to be compatible in vitro with the two aminoglycosides , gentamicin and amikacin , allow for concurrent Y-site infusion , but not with tobramycin .	@DRUG$ with tazobactam recently has been reformulated to include @DRUG$ and sodium citrate ; this new formulation has been shown to be compatible in Y-site gentamicin the two aminoglycosides , - and amikacin , allowing for simultaneous vitro infusion , but not with tobramycin .	@DRUG$ - tazobactam has recently been reformulated to include @DRUG$ and sodium citrate new formulation has been to be compatible in with the two aminoglycosides , gentamicin and amikacin , allowing for infusion , but not with tobramycin .	@DRUG$ - tazobactam has recently been reformulated to include @DRUG$ and sodium citrate . This new formulation has been shown to be compatible in vitro with the two aminoglycosides , gentamicin and amikacin , allowing for simultaneous Y-site infusion	0
0	All six strains rapidly became xylitol-resistant when grown on @DRUG$ in the presence of @DRUG$.	All six strains rapidly go xylitol-resistant when grown on @DRUG$ in the presence of @DRUG$ .	when six strains rapidly became xylitol-resistant All grown on @DRUG$ in the presence of @DRUG$ .	six strains rapidly became xylitol-resistant when grown on @DRUG$ in the presence @DRUG$ .	If @DRUG$ is present, then the strains will become resistant to xylitol.	1
1	A combined mephenytoin, @DRUG$, and caffeine test performed before, during, and after multiple dosing of moclobemide showed changes in the metabolic indexes compatible with a reversible inhibition of oxidation by way of the corresponding CYP enzymes--CYP2C19, CYP2D6, and CYP1A2--during @DRUG$ treatment.	angstrom unit unite mephenytoin , @DRUG$ , and caffeine exam performed before , during , and after multiple dosing of moclobemide showed changes in the metabolic indexes compatible with a reversible inhibition of oxidisation by way of the like CYP enzymes -- CYP2C19 , CYP2D6 , and CYP1A2 -- during @DRUG$ treatment .	A combined mephenytoin , @DRUG$ , and during test performed before , -- , and after multiple moclobemide of dosing showed changes in the metabolic indexes compatible with a reversible inhibition of oxidation by way of the corresponding CYP enzymes CYP1A2 CYP2C19 , CYP2D6 -- and caffeine , during @DRUG$ treatment .	A combined mephenytoin , @DRUG$ , and caffeine test performed before , , and after multiple dosing of moclobemide showed changes in the metabolic indexes compatible with a reversible inhibition of by way of the corresponding CYP enzymes CYP2C19 , CYP2D6 , and CYP1A2 @DRUG$ treatment .	Mephenytoin, @DRUG$, and caffeine were tested before, during, and after multiple dosing of moclobemide. The study found that the metabolic indexes changed during @DRUG$ treatment, which suggests that the drug inhibited oxidation by way of the corresponding CYP enzymes.	0
0	Maximum plasma concentrations were 200 ng per mL BP-3, 20 ng per mL 4-MBC, and 10 @DRUG$ per mL OMC for females and 300 ng per mL BP-3, 20 ng per mL @DRUG$, and 20 ng per mL OMC for men.	Maximum blood plasma concentrations were cc nanogram per milliliter BP -3 , 20 nanogram per milliliter 4 - MBC , and 10 @DRUG$ per milliliter OMC for females and ccc nanogram per milliliter BP - 3 , 20 nanogram per milliliter @DRUG$ , and 20 nanogram per milliliter OMC for men .	Maximum plasma concentrations were 200 ng MBC mL BP -3 , 300 ng per OMC 4 - per , and 10 @DRUG$ per mL mL for females and 20 3 per mL BP - ng , 20 ng per mL @DRUG$ , and 20 ng per mL OMC for men .	Maximum plasma concentrations were 200 ng per mL BP -3 , ng per mL 4 - MBC , and 10 @DRUG$ per mL OMC for females and 300 ng per BP - 3 , 20 ng per @DRUG$ , and ng per mL OMC for men .	Maximum plasma concentrations were 200 ng per mL BP -3 , 20 ng per mL 4 - MBC , and 10 @DRUG$ per mL OMC for females and 300 ng per mL BP - 3 , 20 ng per mL @DRUG$ , and 20 ng per mL OMC for men .	0
1	The compound potentiates @DRUG$ toxicity in mice and, in the anesthetized dog, diminishes the tyramine pressure response while increasing the response to @DRUG$.	The intensify potentiates @DRUG$ toxicity in mouse and , in the anesthetized dog , diminishes the tyramine pressure response while increasing the response to @DRUG$ .	The compound potentiates @DRUG$ toxicity in mice and pressure in the anesthetized , , diminishes the tyramine dog response while increasing the response to @DRUG$ .	The compound potentiates @DRUG$ toxicity in mice and , in the anesthetized dog , diminishes tyramine pressure response while increasing the response @DRUG$ .	The compound makes @DRUG$ more toxic in mice and , in the anesthetized dog , makes the tyramine pressure response stronger while making the response to @DRUG$ stronger.	0
0	Glutamine serves, with alanine, @DRUG$ a major nontoxic interorgan @DRUG$ carrier.	Glutamine swear out , with alanine , @DRUG$ a major nontoxic interorgan @DRUG$ carrier .	Glutamine serves , with alanine a @DRUG$ , major nontoxic interorgan @DRUG$ carrier .	Glutamine serves , with alanine , @DRUG$ a major nontoxic interorgan @DRUG$ carrier .	Glutamine and alanine work together to help @DRUG$ move easily between different organs, without causing any harm.	1
0	BACKGROUND: In a previous randomized trial of voriconazole versus @DRUG$ @DRUG$ for primary therapy of invasive aspergillosis, voriconazole demonstrated superior efficacy and better survival.	play down : In a previous randomized trial of voriconazole versus @DRUG$ @DRUG$ for elementary therapy of invasive aspergillosis , voriconazole demonstrated superior efficacy and better survival .	versus : In a survival randomized trial of voriconazole BACKGROUND @DRUG$ @DRUG$ for primary therapy of invasive aspergillosis , voriconazole demonstrated superior efficacy and better previous .	BACKGROUND : In previous randomized trial of voriconazole versus @DRUG$ @DRUG$ for primary therapy of invasive aspergillosis , voriconazole demonstrated superior efficacy and better .	Voriconazole is better than @DRUG$ for the treatment of invasive aspergillosis.	1
0	In patients with heterozygous familial or polygenic (non-familial) hypercholesterolaemia, oral lovastatin 20 to 40 @DRUG$ twice daily reduces plasma total cholesterol and LDL-@DRUG$ concentrations by 25 to 40% over a period of several weeks.	In affected role with heterozygous familial or polygenic ( non-familial ) hypercholesterolaemia , oral lovastatin  to  @DRUG$ doubly daily reduces plasma total cholesterol and LDL - @DRUG$ concentrations by 25 to  % over a period of several weeks .	In patients with polygenic familial or heterozygous ( non-familial ) hypercholesterolaemia , oral lovastatin 20 25 40 @DRUG$ twice daily reduces plasma to cholesterol to LDL - @DRUG$ concentrations by total and 40 % over a period of several weeks .	In patients with heterozygous familial or polygenic ( non-familial ) hypercholesterolaemia , oral lovastatin 20 to 40 @DRUG$ twice daily reduces plasma total cholesterol and LDL - @DRUG$ concentrations by 25 to 40 % over a period of several weeks .	In patients with heterozygous familial or polygenic ( non-familial ) hypercholesterolaemia , oral lovastatin 20 to 40 milligrams twice daily reduces plasma total cholesterol and low-density lipoprotein ( LDL ) concentrations by 25 to 40 percent over a period of several weeks	1
1	In conclusion, @DRUG$ has a longer duration of action and a better brain penetration than @DRUG$.	In conclusion , @DRUG$ has a longer duration of activity and a better brain penetration than @DRUG$ .	In conclusion , @DRUG$ has better longer duration of action and a a brain penetration than @DRUG$ .	In conclusion , @DRUG$ has a longer duration of action and a better brain penetration than @DRUG$ .	@DRUG$ is more effective than @DRUG$.	0
0	Combination tablets containing 1 mg or 2 mg of immediate-release @DRUG$ plus 75 @DRUG$ of sustained-release phenylpropanolamine for twice daily administration were bioequivalent to the separate components and showed no significant interaction with food.	Combination tablets containing 1 mg or 2 mg of straightaway - release @DRUG$ plus 75 @DRUG$ of sustained - release phenylpropanolamine for double daily administration were bioequivalent to the separate components and showed no important interaction with food .	Combination tablets 2 1 - or containing mg of immediate - release @DRUG$ mg 75 @DRUG$ of sustained plus release phenylpropanolamine for twice daily administration were bioequivalent to the separate components and showed no significant interaction with food .	Combination tablets containing 1 mg or 2 mg of immediate - release @DRUG$ plus 75 @DRUG$ of sustained release phenylpropanolamine twice daily administration were bioequivalent to the separate components and showed significant interaction food	The combination of @DRUG$ and @DRUG$ is bioequivalent to the separate components, and there is no significant interaction between the two drugs when taken together.	0
0	In hamsters supplemented with DAPP 1.4%, plasma TG concentrations were 45% lower (@DRUG$= 0.018) than in @DRUG$-control-fed hamsters, whereas no such beneficial effect was observed in the free stanol group.	In hamsters supplemented with DAPP 1.4 % , plasm TG concentrations were  % lower ( @DRUG$ = 0.018 ) than in @DRUG$ - control - fed hamsters , whereas no such good effect was observed in the justify stanol group .	In hamsters in with DAPP 1.4 % , plasma TG concentrations were observed such lower ( @DRUG$ = supplemented ) than 0.018 @DRUG$ - control - fed hamsters , whereas no % beneficial effect was 45 in the free stanol group .	In hamsters supplemented with DAPP 1.4 % , plasma TG were 45 % lower ( @DRUG$ = ) than in @DRUG$ - control - fed hamsters , whereas no such beneficial effect was observed in the free stanol group .	In hamsters supplemented with DAPP 1.4 % (a drug that lowers plasma TG concentrations), plasma TG concentrations were 45 % lower than in @DRUG$-control-fed hamsters, whereas no such beneficial effect was observed in the free stanol group.	1
0	Nafarelin acetate is a @DRUG$ (GnRH) agonist proven as effective as @DRUG$ in treating endometriosis.	Nafarelin acetate is a @DRUG$ ( GnRH ) agonist proven as effective as @DRUG$ in treat endometriosis .	Nafarelin acetate a is @DRUG$ ( GnRH ) agonist proven as effective as @DRUG$ in treating endometriosis .	acetate is a @DRUG$ ( GnRH ) agonist proven as effective as @DRUG$ in treating endometriosis	Nafarelin acetate is a drug that is similar to a drug called GnRH that is proven to be effective in treating endometriosis.	1
0	The pharmacokinetics of single-dose administration of orbifloxacin were determined in Japanese quail (Coturnix japonica) at dosages of 5 @DRUG$/kg intravenous (i.v. n = 12) and 7.5 mg/kg oral (@DRUG$.o.; n = 5), 10 mg/kg p.o. (n = 5), 15 mg/kg p.o. (n = 12) and 20 mg/kg p.o. (n = 5) via HPLC.	The pharmacokinetics of single-dose judicature of orbifloxacin were determined in japanese quail ( genus coturnix japonica ) at dosages of quintuplet @DRUG$ / kg intravenous ( i.v. n = dozen ) and 7.5 magnesium / kg oral examination ( @DRUG$.o. ; n = quintuplet ) , 10 magnesium / kg p.o. ( n = quintuplet ) , 15 magnesium / kg p.o. ( n = dozen ) and 20 magnesium / kg p.o. ( n = quintuplet ) via HPLC .	The pharmacokinetics of ) administration of orbifloxacin were determined oral Japanese quail ( Coturnix japonica ) 5 single-dose of 5 @DRUG$ / kg in ( i.v. n = 12 ) and 7.5 mg / kg intravenous ( @DRUG$.o. ; n = 5 12 , 10 mg / kg p.o. at n = ( ) , 15 mg / kg p.o. ( n = ) ) and 20 mg / kg p.o. ( n = 5 dosages via HPLC .	The pharmacokinetics single-dose administration of orbifloxacin were determined in quail ( Coturnix japonica ) at dosages 5 @DRUG$ / kg intravenous ( i.v. n 12 ) and 7.5 mg / kg oral ( @DRUG$.o. ; n = 5 ) , 10 mg / kg p.o. ( n = 5 ) , mg / kg ( n = 12 ) and mg / kg p.o. ( n ) via HPLC .	The pharmacokinetics of single-dose administration of orbifloxacin were determined in Japanese quail ( Coturnix japonica ) at dosages of 5 @DRUG$ / kg intravenous ( i.v. n = 12 ) and 7.5 mg / kg oral (	1
0	Under co-administration of LTG, mean RGB t(1/2) and area under the plasma concentration-time curve (AUC) were increased by 7.5% ( P=0.045) and 15% ( P=0.006), respectively, while CL/@DRUG$ was decreased by 13% ( @DRUG$=0.06).	nether co-administration of LTG , mean RGB t( 1/2 ) and area under the blood plasma assiduousness - time curve ( AUC ) were increase by 7.5 % ( P=0.045 ) and 15 % ( P=0.006 ) , respectively , while CL / @DRUG$ was decreased by long dozen % ( @DRUG$ =0.06 ) .	Under co-administration of LTG , mean RGB t( 1/2 ) and area under the plasma % - was curve and AUC P=0.045 were increased by 7.5 % ( ) ) ( 15 concentration ( P=0.006 respectively , ) , while CL / @DRUG$ time decreased by 13 % ( @DRUG$ =0.06 ) .	Under co-administration of LTG , mean RGB t( 1/2 ) and area under the plasma concentration - time curve AUC ) were increased by 7.5 % ( P=0.045 ) and 15 % ( P=0.006 ) respectively , while CL / @DRUG$ was decreased by 13 % ( @DRUG$ =0.06 ) .	Under co-administration of LTG, mean RGB t(1/2) and area under the plasma concentration - time curve (AUC) were increased by 7.5 % (P=0.045) and 15 % (P=0.006), respectively, while CL/DR	1
0	Using 26 litters, pigs (within each litter) were randomly allotted to one of three treatments: 1) control (no Fe), 2) iron dextran (200 mg) and 3) @DRUG$ (200 @DRUG$).	Using 26 litters , pigs ( within each litter ) were randomly allotted to unitary of trine treatments : single ) control ( no Fe ) , 2 ) atomic number  dextran ( 200 mg ) and 3 ) @DRUG$ ( 200 @DRUG$ ) .	Using randomly litters , mg ( within each litter ) were 26 allotted ) one of ) treatments : 1 to control ( no Fe ) , 2 ) iron dextran ( 200 pigs ) and 3 three @DRUG$ ( 200 @DRUG$ ) .	Using 26 litters , pigs ( each ) were allotted to one of three treatments 1 ) control ( no Fe ) 2 ) iron dextran ( 200 mg ) and ) @DRUG$ ( 200 @DRUG$ )	Pigs in each litter were randomly allotted to one of three treatments: 1) control (no Fe), 2) iron dextran (200 mg), and 3) @DRUG$ (200 mg @DRUG$).	0
1	Results from a small number of short term (4 to 6 weeks) comparative studies in a total of 320 evaluable elderly patients with major depression, suggest that trazodone at therapeutic doses is superior to placebo and as effective as amitriptyline, @DRUG$, fluoxetine and @DRUG$ in relieving depressive symptoms.	Results from a small telephone number of short term ( quaternity to 6 weeks ) comparative degree studies in a total of 320 evaluable elderly patients with major depression , suggest that desyrel at therapeutic doses is superior to placebo and as effective as amitriptyline , @DRUG$ , fluoxetine and @DRUG$ in take over depressive symptoms .	Results from a small number of short suggest ( 4 to 6 weeks ) comparative studies in a total relieving 320 evaluable elderly patients with major as , term that trazodone at doses therapeutic is superior to placebo and in effective depression amitriptyline , @DRUG$ , fluoxetine and @DRUG$ as of depressive symptoms .	Results from a small number of short term ( 4 to 6 weeks ) comparative studies in a total evaluable elderly patients with major depression , suggest that trazodone at therapeutic doses is superior to placebo and as effective as amitriptyline , @DRUG$ , fluoxetine and @DRUG$ in relieving depressive symptoms .	Trazodone is superior to placebo and as effective as amitriptyline, @DRUG$, fluoxetine and @DRUG$ in relieving depressive symptoms.	0
1	Effects of the antipsychotics @DRUG$ and clozapine on 5-HT2 and D2-@DRUG$ receptor binding were examined using [3H]N-methylspiperone ([3H]NMSP) and in vitro receptor autoradiography on human whole hemisphere cryosections.	Effects of the antipsychotics @DRUG$ and clozaril on little phoebe - HT2 and D2 - @DRUG$ receptor binding were examined using [ 3 h ] N - methylspiperone ( [ 3H ] NMSP ) and in vitro receptor autoradiography on human wholly hemisphere cryosections .	Effects of the antipsychotics @DRUG$ and clozapine receptor 5 - HT2 and D2 - @DRUG$ on binding were examined using ] 3 H ] N and methylspiperone ( [ 3H [ NMSP ) - in vitro whole autoradiography on human receptor hemisphere cryosections .	Effects of the antipsychotics @DRUG$ and clozapine on 5 - HT2 and D2 - @DRUG$ receptor binding were examined using [ 3 H N - methylspiperone ( [ 3H ] NMSP ) and in vitro receptor autoradiography on human whole hemisphere cryosections .	The antipsychotics @DRUG$ and clozapine affect the binding of the drug [ 3 H ] NMSP to the 5 - HT2 and D2 receptors, as shown by in vitro receptor autoradiography on human whole hemisphere cryosections.	1
0	This study aimed to examine the pharmacokinetic properties of the formulated oil-in-@DRUG$ florfenicol-loaded nanoemulsion (FF-@DRUG$).	This study calculate to examine the pharmacokinetic dimension of the formulated oil-in- @DRUG$ florfenicol - loaded nanoemulsion ( FF - @DRUG$ ) .	) study aimed to examine the pharmacokinetic properties the of formulated oil-in- @DRUG$ florfenicol - loaded nanoemulsion ( FF - @DRUG$ This .	This study aimed to pharmacokinetic properties of the formulated oil-in- @DRUG$ florfenicol loaded nanoemulsion ( FF - @DRUG$ ) .	The study looked at how the drug florfenicol was absorbed and processed when it was put into an oil-in-water nanoemulsion.	1
0	The dual activity of solriamfetol at DA and @DRUG$ transporters and the lack of significant monoamine-releasing properties of @DRUG$ might explain the differences in the in vivo effects of solriamfetol compared with modafinil or amphetamine.	The treble activity of solriamfetol at DA and @DRUG$ transporters and the lack of significant monoamine - releasing properties of @DRUG$ might explain the conflict in the in vivo effects of solriamfetol compared with modafinil or pep pill .	The effects activity of solriamfetol at DA and @DRUG$ transporters and the lack of in monoamine - releasing properties of @DRUG$ might explain the differences with the significant vivo dual of solriamfetol compared in modafinil or amphetamine .	The dual activity of solriamfetol at DA and @DRUG$ transporters and the lack significant monoamine - releasing properties of @DRUG$ might the differences in the in vivo effects of solriamfetol compared with modafinil or amphetamine .	Solriamfetol's dual activity at DA and @DRUG$ transporters results in a lack of significant monoamine - releasing properties, which explains the differences in the in vivo effects of solriamfetol compared with modafinil or amphetamine .	1
0	In fact, 5-HT as well @DRUG$ @DRUG$, dihydroergotamine and other antimigraine agents invariably produce vasoconstriction in the external carotid circulation.	atomic number  fact , 5 - HT as well @DRUG$ @DRUG$ , dihydroergotamine and other antimigraine agents always produce vasoconstriction in the external carotid circulation .	In - , 5 fact HT as well @DRUG$ @DRUG$ , dihydroergotamine and other antimigraine agents invariably circulation vasoconstriction in the external carotid produce .	In fact , 5 - HT as well @DRUG$ @DRUG$ , dihydroergotamine and other antimigraine agents invariably produce vasoconstriction in the external carotid	Drugs that increase serotonin levels (@DRUG$) also increase the effects of other drugs that constrict blood vessels (@DRUG$).	0
0	Most of epidemiological studies and clinical trials support the notion that @DRUG$ and @DRUG$ have a potential role in the prevention and treatment of certain eye diseases such as age-related macular degeneration, cataract and retinitis pigmentosa.	Most of epidemiological field and clinical trial backing the notion that @DRUG$ and @DRUG$ have a potential role in the prevention and treatment of certain eye diseases such as age-related macular degeneration , cataract and retinitis pigmentosa .	Most of epidemiological studies and degeneration trials support the notion that @DRUG$ and @DRUG$ have a certain role in the prevention and treatment of potential macular diseases such as age-related eye clinical , cataract and retinitis pigmentosa .	Most of epidemiological studies and clinical trials support the notion that @DRUG$ and @DRUG$ have a role in the prevention and treatment of certain diseases such as age-related macular degeneration , and retinitis pigmentosa .	There is evidence that suggests that both @DRUG$ and @DRUG$ may help to prevent and treat certain eye diseases.	0
0	@DRUG$ dose escalation enabled with PN401 (@DRUG$): toxicity reduction and increased antitumor activity in mice.	@DRUG$ dose escalation enabled with PN401 ( @DRUG$ ) : toxicity reduction and increased antitumor activity in shiner .	@DRUG$ dose escalation enabled with PN401 ( @DRUG$ ) : toxicity reduction and mice antitumor activity in increased .	@DRUG$ dose escalation enabled PN401 ( @DRUG$ ) : toxicity reduction and increased antitumor activity in mice .	The use of @DRUG$ led to a reduction in toxicity and an increase in antitumor activity in mice.	1
1	This multicentre, randomised, non-inferiority study compared @DRUG$ with a regimen of amphotericin B followed by @DRUG$ for the treatment of candidaemia in non-neutropenic patients.	This multicentre , randomized , non-inferiority study compared @DRUG$ with a regimen of amphotericin B followed by @DRUG$ for the treatment of candidaemia in non-neutropenic patient .	This amphotericin , randomised , non-inferiority in compared @DRUG$ with a regimen of multicentre B followed by @DRUG$ for the treatment of candidaemia study non-neutropenic patients .	This multicentre , randomised non-inferiority study compared @DRUG$ with a regimen of amphotericin B followed by @DRUG$ for the treatment of candidaemia in non-neutropenic patients .	This study found that @DRUG$ was just as effective as a regimen of amphotericin B followed by @DRUG$ for the treatment of candidaemia in non-neutropenic patients .	0
0	INTERPRETATION: The safety of incorporating @DRUG$ to R-CHP or G-CHP was @DRUG$ expected and managable.	interpreting : The safety of incorporating @DRUG$ to gas constant - CHP or G -CHP was @DRUG$ expected and managable .	INTERPRETATION or The safety of incorporating @DRUG$ to R - CHP : G was -CHP @DRUG$ expected and managable .	INTERPRETATION : The safety of incorporating @DRUG$ to R - CHP or G -CHP was @DRUG$ expected managable .	The safety of incorporating @DRUG$ to R-CHP or G-CHP was expected and managable.	1
0	The steady state levels of histamine and tele-methylhistamine remained unchanged following the i.@DRUG$. administration of 0.2-20 mg/kg of @DRUG$.	The steady state levels of histamine and tele-methylhistamine remained unchanged following the i.@DRUG$ . governing of 0.2- xx mg / kg of @DRUG$ .	The steady state levels of histamine and tele-methylhistamine remained unchanged @DRUG$ the i.@DRUG$ . administration of 0.2- 20 mg / kg of following .	The steady state levels of histamine and tele-methylhistamine remained unchanged following the i.@DRUG$ . 0.2- 20 mg / kg of @DRUG$ .	The levels of histamine and tele-methylhistamine remained unchanged following the administration of @DRUG$ .	1
0	RESULTS: There is a significant difference in weight gain between the low-fat diet and the low-fat diet + 2% w/w FM-VP4 treatment groups (P<0.05), as well as between the high-fat diet and the high-fat diet + 2% @DRUG$/w @DRUG$ treatment groups (P<0.05).	RESULTS : There is a important difference of opinion in weight down gather between the low-fat diet and the low-fat diet +  % w/w FM - VP4 treatment groups ( P< 0.05 ) , as swell as between the high - fat diet and the high - fat diet +  % @DRUG$ / w @DRUG$ treatment groups ( P<0.05 ) .	RESULTS : between is a significant difference in weight gain between the low-fat diet and high % w the 2 % w/w FM - 0.05 treatment groups ( P< VP4 ) , as well as There the + - fat diet and the high - fat diet + 2 low-fat @DRUG$ / diet @DRUG$ treatment groups ( P<0.05 ) .	RESULTS : There is a significant difference in weight between the low-fat diet and the low-fat + 2 % w/w FM - VP4 groups ( P< 0.05 ) , as well between the - fat diet the high - fat diet 2 % @DRUG$ / w @DRUG$ treatment groups ( P<0.05 ) .	There is a significant difference in weight gain between the low-fat diet and the low-fat diet + 2 % w/w FM - VP4 treatment groups ( P< 0.05 ) , as well as between the high - fat diet and the high - fat diet + 2 % DRUG	1
1	The antagonistic properties of @DRUG$ were investigated by its ability to antagonize the @DRUG$-induced formation of inositol-1-phosphate in human blood platelets.	The antagonistic properties of @DRUG$ were investigated by its ability to antagonize the @DRUG$ - induced formation of inositol - 1 - phosphate in homo blood thrombocyte .	The antagonistic properties of @DRUG$ were investigated inositol its ability to antagonize the @DRUG$ - induced formation of by - 1 - phosphate in platelets blood human .	The antagonistic properties of @DRUG$ were investigated by its ability to antagonize the @DRUG$ - induced formation of inositol - 1 - phosphate in human blood platelets .	@DRUG$ was found to block the effects of @DRUG$ on human blood platelets.	0
0	Our aim was to determine the amounts of eicosanoids in blood and synovial tissue of patients with knee arthrosis and to examine the effects of 2 doses of @DRUG$ (50 mg twice, 200 mg twice), administered @DRUG$.o. for 3.5 days.	Our aim was to determine the amount of money of eicosanoids in blood and synovial tissue of patients with knee joint arthrosis and to examine the consequence of 2 doses of @DRUG$ ( fifty mg twice , 200 mg twice ) , administered @DRUG$ .o. for 3.5 days .	Our aim the to , the amounts of eicosanoids in blood and synovial with of patients tissue knee arthrosis and to examine was effects of 2 doses of @DRUG$ ( 50 mg twice determine 200 mg twice .o. , administered @DRUG$ ) for 3.5 days .	Our aim was to determine the amounts in blood and synovial tissue patients with knee arthrosis and to examine the effects of 2 doses of @DRUG$ ( 50 mg twice , 200 mg twice , administered @DRUG$ .o. for 3.5	We determined the amounts of eicosanoids in blood and synovial tissue of patients with knee arthrosis, and examined the effects of 2 doses of @DRUG$ ( 50 mg twice , 200 mg twice ) administered @DRUG$ .o. for 3.5 days .	0
0	RESULTS: Bexarotene induced profound decreases in total @DRUG$ (56% of baseline), FT4 (47%), @DRUG$ (69%), rT3 (51%), and T4S (70%) in all patients, whereas TSH levels were not affected.	RESULTS : Bexarotene induced profound decreases in total @DRUG$ ( fifty six % of baseline ) , FT4 ( 47 % ) , @DRUG$ ( 69 % ) , rT3 ( 51 % ) , and T4S ( lxx % ) in all affected role , whereas TSH charge were not bear upon .	FT4 not Bexarotene induced profound decreases in total @DRUG$ ( 56 % of baseline ) , RESULTS ( 47 % ) ) @DRUG$ ( 69 % ) and , ( 51 % ) , , T4S ( 70 % , in all patients rT3 whereas TSH levels were : affected .	RESULTS : Bexarotene induced profound decreases in total @DRUG$ ( 56 % of baseline ) , FT4 ( 47 % ) , @DRUG$ ( 69 % ) , rT3 ( 51 % , and T4S ( 70 % ) in all patients , whereas levels were affected .	Bexarotene induced profound decreases in total @DRUG$ ( 56 % of baseline ) , FT4 ( 47 % ) , @DRUG$ ( 69 % ) , rT3 ( 51 % ) , and T4S ( 70 % ) in all patients , whereas TSH levels were	0
0	Because dietary fibers and some associated substances, such as phytate, have in vitro mineral-binding capacities, they have been thought to impair absorption of minerals such as @DRUG$, @DRUG$ and zinc, although magnesium absorption seems to be less affected.	Because dietetic fibers and some associated substances , such as phytate , have in vitro mineral - bandaging capacities , they have been thought to vitiate absorption of minerals such as @DRUG$ , @DRUG$ and zinc , although magnesium absorption look to be less affected .	Because dietary fibers and some associated substances , such mineral phytate , have in vitro as - binding capacities , they seems been thought to impair absorption of minerals such have @DRUG$ , @DRUG$ and magnesium , although zinc absorption as to be less affected .	dietary fibers and some associated substances , such as phytate , have in vitro mineral - binding capacities , have to impair of minerals such as @DRUG$ , @DRUG$ , although magnesium seems to be less .	Dietary fibers and some associated substances, such as phytate, have in vitro mineral-binding capacities, which means that they can bind to minerals such as @DRUG$, @DRUG$, and zinc. However, magnesium absorption seems to be less affected.	0
0	We observed that 69 +/- 6% of glucose and 54 +/- 4% of galactose in lactose were derived directly from plasma glucose, whereas 7 +/- 2% and 12 +/- 2% of glucose and @DRUG$ in @DRUG$, respectively, were derived directly from plasma galactose.	We follow that sixty nine +/- 6 % of glucose and 54 +/- 4 % of galactose in lactose were derived direct from blood plasma glucose , whereas septenary +/- 2 % and 12 +/- 2 % of glucose and @DRUG$ in @DRUG$ , respectively , were derived direct from blood plasma galactose .	and observed that 69 +/- 6 % of glucose and 54 +/- 4 % of galactose in lactose glucose derived +/- from plasma respectively , glucose 7 +/- 2 % and 12 directly 2 % of whereas We @DRUG$ in @DRUG$ , were , were derived directly from plasma galactose .	We observed that 69 +/- 6 % of glucose 54 +/- 4 % galactose in lactose were derived directly from plasma glucose , whereas 7 2 and 12 +/- 2 % of and @DRUG$ in @DRUG$ , , were derived directly from plasma galactose .	We observed that 69 +/- 6 % of glucose and 54 +/- 4 % of galactose in lactose were derived directly from plasma glucose . whereas 7 +/- 2 % and 12 +/- 2 % of glucose and @DRUG$ in @DRUG$ , respectively , were derived directly from plasma galactose .	0
1	RESULTS: Compared to baseline, @DRUG$ increased stool water content vs. docusate (psyllium 2.33% vs. @DRUG$ 0.01%, P = 0.007).	RESULTS : Compared to service line , @DRUG$ increased shit water content vs. docusate ( psyllium 2.33 % vs. @DRUG$ 0.01 % , P = 0.007 ) .	0.007 : Compared to baseline , @DRUG$ increased stool water content vs. docusate ( psyllium = % vs. @DRUG$ 0.01 % , P 2.33 RESULTS ) .	: Compared to baseline , @DRUG$ increased stool water content docusate ( psyllium 2.33 % vs. @DRUG$ 0.01 % , P = 0.007 ) .	@DRUG$ increased stool water content vs. docusate ( psyllium 2.33 % vs. @DRUG$ 0.01 % , P = 0.007 ).	0
0	CONCLUSIONS: @DRUG$ is as effective and tolerable @DRUG$ ibuprofen.	finis : @DRUG$ is as effective and tolerable @DRUG$ ibuprofen .	CONCLUSIONS tolerable @DRUG$ is as effective and : @DRUG$ ibuprofen .	CONCLUSIONS : @DRUG$ is as effective and @DRUG$ ibuprofen .	@DRUG$ is just as effective and tolerable as @DRUG$ ibuprofen .	0
0	The evidence from the four RECORD trials indicates that rivaroxaban had superior efficacy over enoxaparin after total @DRUG$ replacement (@DRUG$) and total knee replacement (TKR).	The evidence from the four enter trial indicates that rivaroxaban had superior efficaciousness over enoxaparin after total @DRUG$ replacement ( @DRUG$ ) and total knee replacement ( TKR ) .	The enoxaparin from ( four that trials indicates RECORD rivaroxaban had superior efficacy over evidence after total @DRUG$ replacement the @DRUG$ ) and total knee replacement ( TKR ) .	The from the four RECORD trials indicates that rivaroxaban had superior efficacy over enoxaparin after total @DRUG$ replacement ( @DRUG$ ) and total knee replacement ) .	Rivaroxaban had superior efficacy over enoxaparin after total @DRUG$ replacement ( @DRUG$ ) and total knee replacement ( TKR ) .	0
0	Cannabinol (CBN), @DRUG$ (CBC), the acids (CBDA, CBGA, THCA) and propyl homologues (CBDV, CBGV, THCV) of CBD, @DRUG$ (CBG) and THC, and tetrahydrocannabivarin acid (THCVA) were also tested.	Cannabinol ( CBN ) , @DRUG$ ( CBC ) , the back breaker ( CBDA , CBGA , THCA ) and propyl group homologues ( CBDV , CBGV , THCV ) of CBD , @DRUG$ ( CBG ) and thc , and tetrahydrocannabivarin acid ( THCVA ) were as well tested .	Cannabinol ( CBN ) , @DRUG$ , CBC ) , the acids ( CBDA , CBGA , tetrahydrocannabivarin ) and propyl homologues ( CBDV , CBGV , THCV ) of CBD CBG @DRUG$ ( ( ) and THC , and THCA acid ( THCVA ) were also tested .	Cannabinol ( CBN ) , @DRUG$ ( CBC ) , the acids ( CBDA , CBGA , ) and propyl homologues ( CBDV , CBGV , THCV of CBD @DRUG$ ( CBG and THC , tetrahydrocannabivarin acid ( THCVA were also tested	Cannabinol ( CBN ) is found in @DRUG$ ( CBC ) . The acids ( CBDA , CBGA , THCA ) and propyl homologues ( CBDV , CBGV , THCV ) of CBD are found in @DRUG$ ( CBG ) and THC .	0
1	Twelve clinical trials evaluate PEG efficacy versus placebo, eight versus lactulose, six are dose studies, five compare polyethylene glycol with and without electrolytes, two compare its efficacy with respect to milk of @DRUG$, and the rest of the trials evaluate polyethylene glycol with enemas (two), psyllium (one), @DRUG$ (one), prucalopride (one), paraffin oil (one), fiber combinations (one) and Descurainia sophia (one).	Twelve clinical trials evaluate PEG efficacy versus placebo , eight spot versus lactulose , sestet are zen studies , little phoebe compare polyethylene glycol with and without electrolytes , two compare its efficacy with respect to milk of @DRUG$ , and the ease of the trials evaluate polyethylene glycol with enemas ( two ) , psyllium ( unity ) , @DRUG$ ( unity ) , prucalopride ( unity ) , paraffin oil ( unity ) , vulcanized fiber compounding ( unity ) and Descurainia sophia ( unity ) .	Twelve clinical trials evaluate PEG efficacy two placebo , eight with polyethylene , six are dose studies , five compare polyethylene glycol versus one one electrolytes , two compare its efficacy to respect with milk of @DRUG$ , and the rest , the trials evaluate lactulose glycol with enemas ( versus ) , psyllium ( and ) , @DRUG$ ( one ) , prucalopride ( without ) , paraffin oil ( one and of fiber combinations ( one ) ) Descurainia sophia ( one ) .	Twelve clinical trials evaluate PEG efficacy versus placebo , eight versus lactulose , six dose studies , five compare glycol with and without electrolytes , two compare its efficacy with respect to milk of @DRUG$ , and the rest of the trials evaluate polyethylene glycol with enemas ( two ) , psyllium one ) @DRUG$ ) , prucalopride ) , paraffin oil ( ) , fiber combinations ( one ) and Descurainia sophia ( one ) .	Twelve clinical trials evaluate PEG efficacy versus placebo , eight versus lactulose , six are dose studies , five compare polyethylene glycol with and without electrolytes , two compare its efficacy with respect to milk of @DRUG$ , and the rest of the trials evaluate polyethylene glycol	1
1	When infused locally, phentermine preferentially increased extracellular DA, whereas @DRUG$ selectively increased extracellular @DRUG$.	When infuse locally , phentermine preferentially increased extracellular DA , whereas @DRUG$ selectively increased extracellular @DRUG$ .	When infused locally , phentermine preferentially , extracellular DA increased whereas @DRUG$ selectively increased extracellular @DRUG$ .	When infused locally , phentermine preferentially increased extracellular whereas @DRUG$ selectively increased extracellular @DRUG$ .	When phentermine is infused locally, it preferentially increases extracellular DA, whereas @DRUG$ selectively increases extracellular @DRUG$.	0
0	It was found that there is a clearly reduced sensitivity against @DRUG$ of strains carrying a @DRUG$-receptor, unc-49, loss of function mutation compared with N2 wild type C. elegans.	It was found that there is a clearly reduced sensitivity against @DRUG$ of strains carrying a @DRUG$ - receptor , unc - 49 , expiration of function variation compared with N2 idle type C. elegans .	It clearly found that there is a was reduced sensitivity against @DRUG$ of strains carrying a @DRUG$ - receptor , , - 49 unc loss of compared mutation function with N2 wild type C. elegans .	It was found that there is a clearly reduced sensitivity against @DRUG$ of carrying @DRUG$ - receptor , unc - 49 , loss of mutation with N2 wild type C. elegans .	Strain carrying a @DRUG$ - receptor, unc - 49, loss of function mutation is less sensitive to @DRUG$ than N2 wild type C. elegans.	0
0	Patients with bacteria vaginosis respond at least as well to a single dose of secnidazole as to single-dose @DRUG$, or single- or 7-day treatment with @DRUG$; clinical improvement and/or microbiological evidence of cure was attained in approximately 59 to 96% of patients.	Patients with bacterium vaginosis react at least as well to a one dose of secnidazole as to one - dose @DRUG$ , or one - or 7 - day treatment with @DRUG$ ; clinical improvement and / or microbiological evidence of cure was make in approximately 59 to 96 % of patient .	Patients with bacteria 59 respond cure least as well approximately a patients dose of secnidazole as to single - dose @DRUG$ , or single - single 7 - day treatment with @DRUG$ ; clinical improvement and / or microbiological evidence of at was attained in to vaginosis to 96 % of or .	Patients with bacteria vaginosis respond at as well to a single dose of secnidazole as to single - dose @DRUG$ , single - or 7 day treatment with @DRUG$ ; clinical improvement and / or microbiological evidence of cure was attained approximately 59 to 96 % patients .	Patients with bacteria vaginosis respond at least as well to a single dose of secnidazole as to single - dose @DRUG$ , or single - or 7 - day treatment with @DRUG$ ; clinical improvement and / or microbiological evidence of cure was attained in approximately 59 to	0
0	Allergy to methyldibromoglutaronitrile/@DRUG$ (Euxyl @DRUG$ 400): regulatory issues, epidemiology, clinical characteristics, and management.	Allergy to methyldibromoglutaronitrile / @DRUG$ ( Euxyl @DRUG$ cd ) : regulatory issues , epidemiology , clinical feature , and management .	Allergy to regulatory / @DRUG$ ( Euxyl @DRUG$ 400 and : methyldibromoglutaronitrile issues , epidemiology , clinical characteristics , ) management .	Allergy to methyldibromoglutaronitrile / @DRUG$ ( Euxyl @DRUG$ 400 ) : issues , epidemiology , clinical characteristics , and management .	@DRUG$ is an allergen that can cause an allergic reaction in people who are exposed to it. @DRUG$ is a product that contains DRUGA.	0
0	The effect of flibanserin on learned helplessness was antagonized by the dopamine D(1) receptor antagonist [@DRUG$]-3-methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine (SCH 23390; 0.1 mg/kg, i.@DRUG$. 30 min before flibanserin) and by the opioid receptor antagonist naloxone (3 mg/kg, s.c. 15 min before flibanserin).	The effect of flibanserin on learn helplessness was antagonized by the intropin D ( 1 ) receptor antagonist [ @DRUG$ ] -3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine ( SCH 23390 ; 0.1 milligram / kg , i.@DRUG$ . 30 fukkianese before flibanserin ) and by the opioid receptor antagonist naloxone ( ternion milligram / kg , s.c. 15 fukkianese before flibanserin ) .	The effect of flibanserin on learned -3- 30 antagonized by the dopamine D ( 1 ) receptor antagonist [ @DRUG$ ] min methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine ( SCH 23390 ; 0.1 mg / kg , i.@DRUG$ . ) helplessness before flibanserin was and by the opioid receptor antagonist naloxone ( ) mg / kg , s.c. 15 min before flibanserin 3 .	The effect of flibanserin on learned antagonized by the dopamine D ( 1 ) receptor antagonist [ ] -3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine ( 23390 ; 0.1 mg / kg , i.@DRUG$ . 30 min before flibanserin ) and by opioid antagonist naloxone ( 3 mg / kg , s.c. 15 min before flibanserin )	The effect of flibanserin on learned helplessness was antagonized by the dopamine D ( 1 ) receptor antagonist [ @DRUG$ ] -3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrah	1
0	The extended range of MICs provided by the YNB method may be of clinical value, as it appears that the clinical outcome may be better among patients infected with strains inhibited by lower concentrations of @DRUG$ @DRUG$ determined by the YNB method.	The extended ambit of MICs furnish by the YNB method crataegus oxycantha be of clinical value , as it seem that the clinical outcome crataegus oxycantha be better among patients infected with strains inhibited by lower concentrations of @DRUG$ @DRUG$ determined by the YNB method .	The extended range of MICs YNB concentrations the be method may value of clinical be , as it appears that the clinical outcome may provided better among patients infected with strains inhibited by lower by of @DRUG$ @DRUG$ determined by the YNB method .	The extended range of MICs provided by the YNB method may be of clinical value , it appears that the clinical outcome may be better among patients infected with strains inhibited by lower of @DRUG$ @DRUG$ determined by YNB method .	The extended range of MICs provided by the YNB method may be of clinical value , as it appears that the clinical outcome may be better among patients infected with strains inhibited by lower concentrations of @DRUG$ @DRUG$ determined by the YNB method ."In other words, the relationship between	0
0	Peptides conferring resistance to structurally different macrolides including @DRUG$, azithromycin, azaerythromycin, @DRUG$ and a ketolide cethromycin were selected from a random pentapeptide expression library.	Peptides conferring resistivity to structurally different macrolides including @DRUG$ , azithromycin , azaerythromycin , @DRUG$ and a ketolide cethromycin were selected from a random pentapeptide expression subroutine library .	Peptides from resistance structurally to different macrolides including @DRUG$ , azithromycin , azaerythromycin , @DRUG$ and a ketolide cethromycin were selected conferring a random pentapeptide expression library .	conferring resistance to structurally different macrolides including @DRUG$ , , azaerythromycin , @DRUG$ and a ketolide cethromycin were selected from a random pentapeptide expression library .	Peptides that confer resistance to structurally different macrolides, including @DRUG$, azithromycin, azaerythromycin, @DRUG$, and a ketolide cethromycin were selected from a random pentapeptide expression library.	0
0	The lactating women received 40 @DRUG$ MMI @DRUG$ a single dose.	The lactating women receive 40 @DRUG$ MMI @DRUG$ a single dose .	received lactating women The 40 @DRUG$ MMI @DRUG$ a single dose .	lactating women received 40 @DRUG$ MMI @DRUG$ a single dose .	A single dose of 40 @DRUG$ was administered to the lactating women.	1
0	Cisatracurium besilate (cisatracurium), the IR-cis, 1'@DRUG$-cis isomer of @DRUG$ besilate (atracurium) is approximately 4 times more potent than atracurium.	Cisatracurium besilate ( cisatracurium ) , the ir -cis , 1' @DRUG$ - cis isomer of @DRUG$ besilate ( atracurium ) is about 4 times more virile than atracurium .	Cisatracurium besilate ) 4 ( , the IR is , 1' @DRUG$ - cis isomer of @DRUG$ besilate ( atracurium ) -cis approximately cisatracurium times more potent than atracurium .	Cisatracurium besilate ( cisatracurium ) , the IR -cis , 1' @DRUG$ - cis isomer of @DRUG$ besilate atracurium is approximately 4 times more potent than atracurium .	Cisatracurium besilate ( cisatracurium ) is approximately 4 times more potent than atracurium .	1
0	Total (conjugated and free) and unconjugated estrogens, namely @DRUG$, @DRUG$, and delta8,9-DHE, were determined, and pharmacokinetic analysis was performed.	full ( conjugated and free ) and unconjugated estrogens , namely @DRUG$ , @DRUG$ , and delta8,9 - DHE , were make up ones mind , and pharmacokinetic analysis was performed .	Total ( conjugated , free ) and unconjugated estrogens , namely @DRUG$ , @DRUG$ , and and - DHE , were determined and delta8,9 pharmacokinetic analysis was performed .	Total ( conjugated and free ) and unconjugated estrogens , namely @DRUG$ @DRUG$ , and delta8,9 - DHE , determined , and pharmacokinetic analysis was performed .	The total ( conjugated and free ) and unconjugated estrogens were determined , and pharmacokinetic analysis was performed .	1
0	@DRUG$, like desipramine, administered chronically prior to an intraventricular injection of 3H-@DRUG$, produced increases in the decline of 3H-NE as indicated by decreased 3H-NE with increased levels of 3H-normetanephrine in brain stem of rats, suggesting an increased turnover of NE.	@DRUG$ , wish desipramine , administered inveterate prior to an intraventricular injection of 3H - @DRUG$ , produced increases in the decline of 3H - NE as point by decreased 3H - NE with increased dismantle of 3H - normetanephrine in mastermind stem of rats , suggesting an increased turnover of NE .	@DRUG$ 3H like desipramine , administered , prior to an intraventricular injection of 3H - @DRUG$ , produced increases in the decline turnover 3H - with as indicated by decreased chronically - NE NE increased levels of 3H - normetanephrine in brain stem of an , suggesting rats increased of of NE .	@DRUG$ , like desipramine , administered chronically prior to an intraventricular injection of 3H - @DRUG$ , increases in the decline of 3H - as indicated by decreased 3H - NE with increased levels of 3H in brain stem of rats , suggesting an increased turnover of NE .	When @DRUG$ is given chronically, it causes an increase in the turnover of NE in the brain stem of rats.	1
1	The anti-Xa profile of @DRUG$ supports the pharmacodynamic superiority of low-molecular-weight heparins over standard i.v. @DRUG$ administration.	The anti-Xa profile of @DRUG$ supports the pharmacodynamic superiority of low-molecular-weight heparins over touchstone i.v. @DRUG$ administration .	The anti-Xa profile of @DRUG$ supports the pharmacodynamic superiority standard low-molecular-weight heparins over of i.v. @DRUG$ administration .	The anti-Xa profile of @DRUG$ supports the pharmacodynamic superiority of low-molecular-weight heparins over standard i.v. @DRUG$ administration .	The anti-Xa profile of @DRUG$ (a low-molecular-weight heparin) supports the pharmacodynamic superiority of low-molecular-weight heparins over standard i.v. @DRUG$ (a different type of drug) administration .	0
0	Pgp also pumped @DRUG$ acetate and oxcarbazepine, as well @DRUG$ their active metabolite (S)-licarbazepine.	Pgp also wired @DRUG$ acetate and oxcarbazepine , as well @DRUG$ their active metabolite ( sulphur ) - licarbazepine .	Pgp their pumped @DRUG$ acetate and oxcarbazepine , as S @DRUG$ also active metabolite ( well ) - licarbazepine .	Pgp also pumped @DRUG$ acetate oxcarbazepine , as well @DRUG$ their active metabolite ( S ) - licarbazepine .	Pgp also pumped @DRUG$ acetate and oxcarbazepine , as well as their active metabolite ( S ) - licarbazepine .	1
1	5-Hydroxytryptamine (5-HT; @DRUG$) has been implicated in the pathophysiology of migraine, and several drugs with potent 5-HT2 receptor blocking activity (methysergide, @DRUG$, cyproheptadine and mianserin) have been recognized as being clinically effective in migraine prophylaxis, although the selective 5-HT2 receptor antagonist ketanserin (the principal agent used to identify 5-HT2 receptor-mediated actions) seems to be ineffective in migraine.	5 - Hydroxytryptamine ( 5 - HT ; @DRUG$ ) has been implicated in the pathophysiology of migraine , and various drugs with potent 5 - HT2 receptor embarrass activity ( methysergide , @DRUG$ , periactin and mianserin ) have been recognized as being clinically effective in migraine prophylaxis , although the selective 5 - HT2 receptor antagonist ketanserin ( the primary broker used to describe 5 - HT2 receptor-mediated actions ) seems to be inefficient in migraine .	5 - Hydroxytryptamine ( 5 - HT ; @DRUG$ ) pathophysiology in implicated in the has 5 migraine , and several drugs with potent 5 - HT2 receptor blocking activity to methysergide , @DRUG$ , cyproheptadine and mianserin ) effective been recognized as being clinically have ( migraine prophylaxis , although the selective of - HT2 be antagonist ketanserin ( the principal agent used been identify 5 - HT2 receptor-mediated actions ) seems to receptor ineffective in migraine .	- Hydroxytryptamine 5 - HT @DRUG$ has been implicated in the pathophysiology of migraine , and several drugs with potent - HT2 receptor blocking activity ( methysergide , @DRUG$ , cyproheptadine and mianserin ) have been recognized as being clinically effective in migraine prophylaxis , although selective 5 - HT2 receptor antagonist ketanserin ( the principal agent used to 5 - HT2 receptor-mediated actions ) seems to be ineffective in migraine .	@DRUG$ is implicated in the pathophysiology of migraine, and @DRUG$ has been recognized as being clinically effective in migraine prophylaxis.	0
0	Cefpiramide-resistant @DRUG$. aeruginosa strains were resistant to @DRUG$, but 27% of ceftazidime-resistant strains were susceptible to cefpiramide; 15.3% of cefpiramide-resistant S. maltophilia strains were also susceptible to ceftazidime, but 50% of ceftazidime-resistant strains were still susceptible to cefpiramide.	Cefpiramide-resistant @DRUG$ . aeruginosa melody were tolerant to @DRUG$ , but 27 % of fortaz -resistant melody were susceptible to cefpiramide ; 15.3 % of cefpiramide -resistant S. maltophilia melody were also susceptible to fortaz , but l % of fortaz - tolerant melody were quieten susceptible to cefpiramide .	Cefpiramide-resistant @DRUG$ . aeruginosa 15.3 were resistant to ceftazidime , but cefpiramide % of ceftazidime -resistant strains were -resistant to cefpiramide ; 27 % of strains susceptible S. maltophilia strains were also susceptible to ceftazidime , but 50 % of @DRUG$ - resistant strains were still susceptible to cefpiramide .	Cefpiramide-resistant . aeruginosa strains were resistant to @DRUG$ , but 27 % of ceftazidime -resistant strains were susceptible to cefpiramide ; 15.3 % of cefpiramide -resistant S. maltophilia strains were also susceptible to ceftazidime , 50 % of ceftazidime - strains still susceptible cefpiramide	Cefpiramide-resistant @DRUG$ strains were resistant to @DRUG$, but 27 % of ceftazidime-resistant strains were susceptible to cefpiramide; 15.3 % of cefpiramide-resistant S. maltophilia strains were also susceptible to ceft	0
0	In the short-term treatment of patients with gastro-oesophageal reflux disease (GORD), lansoprazole 15, 30 or 60 mg/day was significantly more effective than placebo, ranitidine 300 mg/day or @DRUG$ 40 mg/day and similar in efficacy to pantoprazole 40 @DRUG$/day in terms of healing of oesophagitis.	In the short- terminal figure discussion of patients with gastro-oesophageal ebb disease ( GORD ) , lansoprazole 15 ,  or 60 mg / day was significantly more effective than placebo , ranitidine 300 mg / day or @DRUG$ 40 mg / day and similar in efficacy to pantoprazole 40 @DRUG$ / day in terms of heal of oesophagitis .	In the short- term treatment of patients with gastro-oesophageal reflux terms ( oesophagitis ) , lansoprazole 15 , 30 or disease mg day day was significantly more effective than placebo , ranitidine 300 mg / / or @DRUG$ 40 mg / day and similar of efficacy to pantoprazole 40 @DRUG$ / day in 60 in healing of GORD .	In the short- term of patients with gastro-oesophageal reflux disease ( GORD ) , lansoprazole 15 , or 60 mg / day significantly more effective than placebo , ranitidine 300 mg / day or @DRUG$ 40 mg / day and similar in efficacy to pantoprazole 40 @DRUG$ / day in terms of healing of oesophagitis .	Lansoprazole is more effective than placebo, ranitidine, and @DRUG$ in the short-term treatment of patients with GORD. Pantoprazole is similar in efficacy to lansoprazole in terms of healing of oesophagitis.	1
0	@DRUG$ (1-14), (1-15), (1-22), and (23-39) were not active @DRUG$ either agonists or antagonists to exenatide in vitro.	@DRUG$ ( 1-14 ) , ( 1-15 ) , ( ane - 22 ) , and ( twenty three - 39 ) were not active @DRUG$ either agonists or resister to exenatide in vitro .	@DRUG$ ( 1-14 1 , ( 1-15 ) , ( ) - 22 ) , and - 23 exenatide 39 ) were not active @DRUG$ either agonists or antagonists to ( in vitro .	@DRUG$ ( 1-14 ) , 1-15 ) ( - 22 ) , and ( 23 - 39 ) were not active @DRUG$ either agonists or antagonists to exenatide in vitro .	@DRUG$ is not active (an agonist or antagonist) to @DRUG$ in vitro.	0
0	We present a sensitive validated LC-MS/MS assay for the simultaneous determination of cabazitaxel and docetaxel in human plasma, with calibration ranges of 1.0-150 ng/mL for cabazitaxel and 0.1-15 @DRUG$/mL for @DRUG$.	We present a tender formalize LC - yard / yard assay for the simultaneous determination of cabazitaxel and docetaxel in human plasma , with standardization ranges of 1.0- 150 ng / mL for cabazitaxel and 0.1- 15 @DRUG$ / mL for @DRUG$ .	We present a sensitive validated LC - MS / MS assay for / simultaneous determination ng cabazitaxel and 150 in human plasma the with calibration ranges of 1.0- docetaxel of , mL for cabazitaxel and 0.1- 15 @DRUG$ / mL for @DRUG$ .	We present a sensitive validated LC - MS MS for the simultaneous determination of cabazitaxel and docetaxel in human plasma , with calibration ranges of 1.0- 150 ng / mL for cabazitaxel and 0.1- 15 @DRUG$ / mL for @DRUG$ .	We have developed a way to measure the levels of cabazitaxel and docetaxel in human plasma, and our assay has calibration ranges of 1.0- 150 ng / mL for cabazitaxel and 0.1- 15 @DRUG$ / mL for @DRUG$	0
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): @DRUG$, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): @DRUG$, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	within 25 years after retrovir ( trine ' - azido - 2',3'- dideoxythymidine , AZT ) was st described as an inhibitor of HIV replication , 25 anti-HIV do drugs have been officially okay for clinical utilise in the handling of HIV contagion : septet nucleoside reverse transcriptase inhibitors ( NRTIs ) : retrovir , didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ; one base reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug take form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : @DRUG$ , delavirdine , efavirenz and etravirine ;  proteinase inhibitors ( PIs ) : @DRUG$ , norvir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after first ( 3 ' - azido - 2',3'- dideoxythymidine , AZT one ( zidovudine described as an inhibitor of HIV replication , 25 anti-HIV drugs have been formally approved for clinical use etravirine nelfinavir treatment of HIV infections : in nucleoside reverse transcriptase inhibitors ( NRTIs inhibitor : zidovudine , didanosine , ( , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase ) ( NtRTI ) : inhibitors [ seven its oral prodrug form ; tenofovir amprenavir fumarate , TDF ) ] ; four non-nucleoside reverse transcriptase tenofovir ( NNRTIs ) ) @DRUG$ , delavirdine , efavirenz and in : ten protease inhibitors ( PIs ) : @DRUG$ , zalcitabine , indinavir , inhibitor was disoproxil , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; : : the ( FI ) fusion enfuvirtide ; one co-receptor inhibitor ritonavir CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication 25 anti-HIV have been approved for clinical use in the treatment of HIV infections : seven nucleoside reverse inhibitors ( ) : zidovudine , didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : @DRUG$ , delavirdine , efavirenz etravirine ; ten protease inhibitors ( PIs ) : @DRUG$ ritonavir , indinavir , , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) raltegravir	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
0	So far, the combination of @DRUG$ IFN with @DRUG$, used simultaneously, is disappointing in terms of short-term efficacy.	So far , the combination of @DRUG$ IFN with @DRUG$ , used simultaneously , is dissatisfactory in terms of myopic - term efficacy .	So far , the short of @DRUG$ IFN with @DRUG$ , used simultaneously , in disappointing is terms of combination - term efficacy .	So far the combination of @DRUG$ IFN with @DRUG$ , used simultaneously , is disappointing in of short - term efficacy .	So far, the combination of @DRUG$ and @DRUG$, used simultaneously, is not very effective.	0
1	These results demonstrate that @DRUG$ does not interfere with the occupation of the nicotinic agonist binding site by @DRUG$, carbachol, or choline.	These results establish that @DRUG$ does not interfere with the occupation of the nicotinic agonist attach site by @DRUG$ , carbachol , or choline .	These results of agonist @DRUG$ does not interfere with the occupation demonstrate the nicotinic that binding site by @DRUG$ , carbachol , or choline .	demonstrate that @DRUG$ does not interfere with the occupation of the nicotinic agonist binding site by @DRUG$ carbachol , or choline .	@DRUG$ does not interfere with the occupation of the nicotinic agonist binding site by @DRUG$ .	0
1	Studies in patients undergoing hip surgery have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin, warfarin, dextran 70 and @DRUG$-dihydroergotamine, while additional data suggest no difference between @DRUG$, enoxaparin and dalteparin.	contemplate in patient undergoing hip surgery have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin , warfarin , dextran 70 and @DRUG$ - dihydroergotamine , while extra data point suggest no difference between @DRUG$ , enoxaparin and dalteparin .	Studies in patients undergoing hip additional have shown that danaparoid significantly reduces the incidence warfarin postoperative DVT compared with aspirin , of no dextran 70 and @DRUG$ - dihydroergotamine , while surgery data suggest between difference , @DRUG$ , enoxaparin and dalteparin .	Studies in patients undergoing hip have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin , warfarin , dextran 70 and @DRUG$ - dihydroergotamine , while additional data suggest no difference between @DRUG$ , enoxaparin and dalteparin .	Studies have shown that danaparoid is more effective than aspirin, warfarin, dextran 70, and @DRUG$ in preventing DVT, while there is no difference between @DRUG$, enoxaparin, and dalteparin.	0
0	Zoliflodacin was evaluated alone or combined with ceftriaxone, cefixime, spectinomycin, gentamicin, @DRUG$, @DRUG$ or sitafloxacin in chequerboard assays, time-kill curve analysis and selection-of-resistance studies.	Zoliflodacin was evaluated alone or combined with ceftriaxone , cefixime , spectinomycin , gentamicin , @DRUG$ , @DRUG$ or sitafloxacin in chequerboard assays , clock - kill breaking ball analysis and survival of the fittest - of- resistance studies .	Zoliflodacin was evaluated alone or combined with ceftriaxone , selection , spectinomycin , gentamicin , @DRUG$ , @DRUG$ - cefixime in chequerboard assays , time - kill curve analysis and sitafloxacin or of- resistance studies .	Zoliflodacin was evaluated alone or with ceftriaxone , cefixime , spectinomycin , @DRUG$ @DRUG$ or sitafloxacin in chequerboard assays , time - kill curve analysis and selection - of- resistance studies .	Zoliflodacin was evaluated alone or combined with ceftriaxone , cefixime , spectinomycin , gentamicin , @DRUG$ , @DRUG$ or sitafloxacin in chequerboard assays , time - kill curve analysis and	0
0	PROCEDURES: Dogs received @DRUG$ (12.5 mg/kg/@DRUG$, PO; n = 106) or a placebo (26).	PROCEDURES : Dogs received @DRUG$ ( 12.5 mg/kg / @DRUG$ , PO ; northward = 106 ) or a placebo ( twenty six ) .	PROCEDURES : Dogs received @DRUG$ a , mg/kg / @DRUG$ 12.5 PO ; n = 106 ) or ( placebo ( 26 ) .	: Dogs @DRUG$ ( mg/kg / @DRUG$ , PO ; n = 106 ) or a placebo ( 26 )	Dogs received @DRUG$ ( 12.5 mg/kg / @DRUG$ , PO ; n = 106 ) or a placebo ( 26 ) .	0
1	Secondary analyses indicate that @DRUG$ is safe in patients with @DRUG$ dependence, including those with moderate to severe liver cirrhosis, and may provide beneficial anxiolytic effects.	Secondary psychoanalyse indicate that @DRUG$ is safe in patients with @DRUG$ dependence , including those with moderate to severe liver cirrhosis of the liver , and may provide beneficial anxiolytic effects .	Secondary analyses indicate liver @DRUG$ is safe in patients with @DRUG$ dependence , including those with moderate to severe that cirrhosis , and may provide effects anxiolytic beneficial .	Secondary analyses that @DRUG$ is safe in patients @DRUG$ dependence , including those with moderate to severe liver cirrhosis and may provide beneficial anxiolytic effects .	Secondary analyses indicate that @DRUG$ is safe in patients with @DRUG$ dependence, including those with moderate to severe liver cirrhosis, and may provide beneficial anxiolytic effects."DRUGA is safe in patients who are dependent on DRUGB, including those with moderate	0
0	Lansoprazole 30 mg combined with amoxicillin 1g, clarithromycin 250 or 500mg, or @DRUG$ 400 @DRUG$ twice daily was associated with eradication rates ranging from 71 to 94%, and ulcer healing rates were generally >80% in well designed studies.	Lansoprazole xxx mg combined with amoxicillin 1g , clarithromycin 250 or 500mg , or @DRUG$ 400 @DRUG$ twice daily was associated with obliteration rates rank from 71 to 94 % , and ulcer healing rates were generally > 80 % in well designed report .	combined 30 mg Lansoprazole with amoxicillin 1g , clarithromycin healing or 500mg , or @DRUG$ 400 @DRUG$ twice daily was rates with eradication associated ranging from 71 to % % , and ulcer 250 rates were generally > 80 94 in well designed studies .	Lansoprazole 30 mg combined with 1g , clarithromycin 250 or 500mg , or @DRUG$ 400 @DRUG$ daily was with rates ranging from 71 to 94 % , and ulcer rates were > 80 % in designed studies .	Lansoprazole 30 mg combined with amoxicillin 1g , clarithromycin 250 or 500mg , or @DRUG$ 400 @DRUG$ twice daily was associated with eradication rates ranging from 71 to 94 % , and ulcer healing rates were generally > 80 % in well designed	0
0	In one, 960 Medium White poults were fed 0,2,3, or 4 @DRUG$ @DRUG$ per kg from day-old to 12 wk of age.	In one , 960 Medium White poults were fed 0,2,3 , or 4 @DRUG$ @DRUG$ per kg from day old to xii wk of age .	In one @DRUG$ 960 Medium White poults were fed 0,2,3 , or 4 day-old , per kg from @DRUG$ to 12 wk of age .	In one , 960 Medium White were fed 0,2,3 , or 4 @DRUG$ @DRUG$ per kg from day-old to wk of age .	960 Medium White poults were fed different levels of @DRUG$ and @DRUG$ from day-old to 12 weeks old.	0
0	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals and explosives (reserpine, roxithromycin, propazine, prochloraz, spinosad, @DRUG$, dicloxacillin, enrofloxacin, tetracycline, oxytetracycline, erythromycin, spinosad, cyclo-1,3,5,7-tetramethylene tetranitrate (HMX), and cyclo-1,3,5-@DRUG$ trinitramine (RDX)).	type a wide variety of multiclass coinage with down vapor pressure level were tested including pesticides , pharmaceuticals and explosive ( reserpine , roxithromycin , propazine , prochloraz , spinosad , @DRUG$ , dicloxacillin , enrofloxacin , tetracycline , terramycin , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - @DRUG$ trinitramine ( RDX ) ) .	A wide variety of multiclass species with HMX vapor pressure were tested including pesticides , , and explosives ( reserpine , RDX pharmaceuticals propazine , prochloraz ( spinosad , @DRUG$ , dicloxacillin , enrofloxacin ( tetracycline , oxytetracycline , , erythromycin spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate , low ) , and cyclo - 1,3,5 - @DRUG$ trinitramine , roxithromycin ) ) .	A wide variety of multiclass species with low vapor pressure were tested including pesticides , pharmaceuticals and explosives ( reserpine roxithromycin , propazine , prochloraz , spinosad , @DRUG$ , dicloxacillin , enrofloxacin , tetracycline , oxytetracycline , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - @DRUG$ trinitramine ( ) ) .	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals, and explosives (reserpine, roxithromycin, propazine, prochloraz, spinosad, @DRUG$, dicloxacillin, enrofloxacin	1
0	Six treatment groups were evaluated every 30 min for 6 h. Rats were treated with either 1) a saline infusion; 2) a 2-h pregabalin infusion at 4 mgxkg(-1)xh(-1); 3) a 2-h @DRUG$ infusion at 10 mgxkg(-1)xh(-1); 4) a 2.2-mg loading dose + 12 mgxkg(-1)xmin(-1) infusion of @DRUG$; 5) a 2-h pregabalin infusion at 1.6 mgxkg(-1)xh(-1) with sildenafil; and 6) a 2-h infusion of pregabalin at 4 mgxkg(-1)xh with sildenafil.	Six treatment aggroup were measure every xxx min for half a dozen h. Rats were address with either ace ) a saline infusion ;  ) a 2- enthalpy pregabalin infusion at 4 mgxkg ( - ace ) x enthalpy ( - ace ) ; 3 ) a 2-h @DRUG$ infusion at 10 mgxkg ( - ace ) x enthalpy ( - ace ) ; 4 ) a 2.2 - magnesium cargo dose + twelve mgxkg ( - ace ) xmin ( - ace ) infusion of @DRUG$ ; fivesome ) a 2- enthalpy pregabalin infusion at 1.6 mgxkg ( - ace ) x enthalpy ( - ace ) with sildenafil citrate ; and half a dozen ) a 2- enthalpy infusion of pregabalin at 4 mgxkg ( - ace ) xh with sildenafil citrate .	a treatment groups 2- ( every 30 min for 6 h. Rats ( treated with were 1 ) ) saline infusion infusion 2 ) a 2- h pregabalin infusion - 4 mgxkg ( - 1 ) x xh ( a 1 ) ; 3 ) a 2-h @DRUG$ infusion at 10 mgxkg ( - 1 a x h evaluated - 1 ) ; ) ) Six 2.2 - mg loading dose + 12 mgxkg ( - 1 ) xmin ( at 1 ) infusion of @DRUG$ ; 5 ) ) h h pregabalin ; at 1.6 mgxkg were - 1 - x either ( - 1 ) with sildenafil ; and 6 4 a 2- h infusion of pregabalin at 4 mgxkg ( - 1 ) h with sildenafil .	Six treatment groups were evaluated 30 min for 6 h. Rats were treated with 1 ) a saline infusion ; 2 ) a 2- h pregabalin infusion at 4 mgxkg ( - 1 ) x h ( - 1 ) ; 3 ) a 2-h @DRUG$ infusion at 10 mgxkg ( - 1 ) x h ( - 1 ) ; 4 ) a 2.2 - mg loading dose + 12 mgxkg ( 1 ) xmin - 1 ) infusion of @DRUG$ ; ) a 2- h infusion at 1.6 mgxkg ( - 1 ) x ( - ) with sildenafil ; and 6 ) a 2- infusion of pregabalin at 4 mgxkg ( - 1 ) xh with sildenafil .	Six treatment groups were evaluated every 30 min for 6 h. Rats were treated with either 1 ) a saline infusion ; 2 ) a 2- h pregabalin infusion at 4 mgxkg ( - 1 ) x h ( - 1 ) ; 3 ) a 2-h @DRUG$ infusion	1
0	Characteristics of L-type @DRUG$ channel blockade by @DRUG$ in guinea-pig ventricular myocytes.	device characteristic of L-type @DRUG$ channel blockade by @DRUG$ in guinea- pig ventricular myocytes .	L-type of Characteristics @DRUG$ channel blockade by @DRUG$ in guinea- pig ventricular myocytes .	Characteristics of L-type @DRUG$ channel blockade by @DRUG$ in guinea- pig ventricular myocytes .	The characteristics of L-type @DRUG$ channel blockade by @DRUG$ in guinea- pig ventricular myocytes.	0
0	The specific activities for human CYP isoforms included: 7-ethoxyresorufin O-deethylation (CYP1A1), phenacetin O-deethylation (CYP1A2), @DRUG$ 7-hydroxylation (CYP2A6), 7-benzyloxyresorufin O-dealkylation (CYP2B6), S-warfarin 7-hydroxylation (CYP2C9), S-mephenytoin 4'-hydroxylation (CYP2C19), bufuralol 1'-hydroxylation (CYP2D6), @DRUG$ 6-hydroxylation (CYP2E1), and testosterone 6beta-hydroxylation (CYP3A4).	The specific bodily function for human being CYP isoforms include : seven - ethoxyresorufin O-deethylation ( CYP1A1 ) , acetophenetidin O-deethylation ( CYP1A2 ) , @DRUG$ seven - hydroxylation ( CYP2A6 ) , seven - benzyloxyresorufin O-dealkylation ( CYP2B6 ) , S-warfarin 7- hydroxylation ( CYP2C9 ) , S-mephenytoin foursome '- hydroxylation ( CYP2C19 ) , bufuralol 1 '- hydroxylation ( CYP2D6 ) , @DRUG$ sestet - hydroxylation ( CYP2E1 ) , and testosterone 6beta-hydroxylation ( CYP3A4 ) .	The specific activities for CYP CYP2B6 isoforms ) : 7 - ethoxyresorufin O-deethylation ( CYP1A1 ) , phenacetin O-deethylation ( CYP1A2 ) , @DRUG$ 7 CYP3A4 hydroxylation ( CYP2A6 ) , 7 - benzyloxyresorufin O-dealkylation ( human ( , S-warfarin 7- hydroxylation ( CYP2C9 ) , S-mephenytoin 4 '- hydroxylation ( CYP2C19 CYP2E1 , bufuralol 1 '- hydroxylation ( CYP2D6 included , @DRUG$ 6 - hydroxylation ) ) ) , and testosterone 6beta-hydroxylation ( - ) .	The activities for human isoforms : 7 - ethoxyresorufin O-deethylation ( CYP1A1 ) , phenacetin O-deethylation ( CYP1A2 , @DRUG$ 7 - hydroxylation ( CYP2A6 ) , 7 - benzyloxyresorufin O-dealkylation ( CYP2B6 ) , S-warfarin 7- hydroxylation ( CYP2C9 ) S-mephenytoin 4 '- hydroxylation ( CYP2C19 ) , bufuralol 1 '- hydroxylation ( CYP2D6 ) , @DRUG$ 6 - hydroxylation ( ) , and testosterone 6beta-hydroxylation ( CYP3A4 ) .	@DRUG$ is a substrate for CYP1A1, CYP1A2, CYP2A6, CYP2B6, CYP2C9, CYP2C19, CYP2D6, and CYP3A4, while @DRUG$	0
0	The utilization of @DRUG$ during the biosynthesis of @DRUG$.	The utilization of @DRUG$ during the biosynthesis of @DRUG$ .	of utilization of @DRUG$ during the biosynthesis The @DRUG$ .	The utilization of @DRUG$ during the biosynthesis of @DRUG$ .	@DRUG$ is used in the biosynthesis of @DRUG$ .	0
1	Studies to date show that @DRUG$ indeed modulates cranial sensory processing in humans, yet central side-effects are no different from @DRUG$.	Studies to day of the month show that @DRUG$ indeed modulates cranial receptive processing in humans , yet central side-effects are no different from @DRUG$ .	date to Studies show that @DRUG$ indeed modulates cranial sensory processing are humans , yet central side-effects in no different from @DRUG$ .	Studies to date show that @DRUG$ indeed modulates cranial sensory processing in humans , yet central side-effects are no different from @DRUG$ .	@DRUG$ affects cranial sensory processing in humans, but it has the same central side-effects as @DRUG$.	0
0	No clinically significant interactions were noted between doravirine and an antacid (aluminum-magnesium), pantoprazole, ledipasvir/sofosbuvir, or @DRUG$/@DRUG$.	No clinically important interaction were noted between doravirine and an antacid ( aluminum-magnesium ) , pantoprazole , ledipasvir / sofosbuvir , or @DRUG$ / @DRUG$ .	No clinically an interactions were noted between doravirine and significant antacid ( aluminum-magnesium ) , pantoprazole , , / sofosbuvir ledipasvir or @DRUG$ / @DRUG$ .	No significant interactions were noted between and an antacid ( aluminum-magnesium ) pantoprazole , ledipasvir / sofosbuvir , or @DRUG$ / @DRUG$ .	No clinically significant interactions were noted between doravirine and an antacid ( aluminum-magnesium ) , pantoprazole , ledipasvir / sofosbuvir , or @DRUG$ / @DRUG$ ."There is no clinically significant interaction between DRUGA	0
0	The chemical disinfectants included chlorine, phenol, sodium dodecyl sulphate and several quaternary ammonium salts, while the two pharmaceutical preparations contained @DRUG$ and terbinafine @DRUG$ active agents.	The chemical germicide included chlorine , phenol , sodium dodecyl sulphate and several th ammonium salts , while the two pharmaceutical preparations contained @DRUG$ and lamisil @DRUG$ active agents .	The chemical two included chlorine , and , sodium dodecyl sulphate phenol several quaternary ammonium pharmaceutical , while the disinfectants salts preparations contained @DRUG$ and terbinafine @DRUG$ active agents .	The chemical disinfectants included chlorine , phenol , sodium dodecyl sulphate and several quaternary salts , while the pharmaceutical contained @DRUG$ and terbinafine @DRUG$ active agents .	The chemical disinfectants included chlorine , phenol , sodium dodecyl sulphate and several quaternary ammonium salts , while the two pharmaceutical preparations contained @DRUG$ and terbinafine @DRUG$ active agents .	0
0	Survival was significantly longer among recipients of posaconazole than among recipients of fluconazole or @DRUG$ (@DRUG$=0.04).	Survival was importantly longer among recipient of posaconazole than among recipient of fluconazole or @DRUG$ ( @DRUG$ =0.04 ) .	( Survival significantly longer among recipients of posaconazole than among recipients of fluconazole or @DRUG$ was @DRUG$ =0.04 ) .	Survival was significantly longer among recipients of posaconazole than among recipients of fluconazole or @DRUG$ ( @DRUG$ =0.04 ) .	Survival was significantly longer among recipients of posaconazole than among recipients of fluconazole or @DRUG$ ( DRUGA =0.04 ) ."In other words, recipients of posaconazole had a significantly longer survival rate than recipients of fluconazole or	1
0	In nematodes, there are five targets for the existing anthelmintics: the nicotinergic acetylcholine receptor which is the target of tetrahydropyrimidines/imidazothiazoles and indirectly that of the acetylcholineesterase inhibitors; the @DRUG$ receptor which is the target of piperazine, the glutamate-gated chloride channel as the target of the macrocyclic lactones, and beta-tubulin @DRUG$ the target of prebenzimidazoles/benzimidazoles.	hoosier state roundworm , there are cinque direct for the be anthelmintics : the nicotinergic acetylcholine receptor which is the target of tetrahydropyrimidines / imidazothiazoles and indirectly that of the acetylcholineesterase inhibitor ; the @DRUG$ receptor which is the target of piperazine , the glutamate - gated chloride channel as the target of the macrocyclic lactones , and beta-tubulin @DRUG$ the target of prebenzimidazoles / benzimidazoles .	for nematodes , there are five targets inhibitors the existing target : the nicotinergic acetylcholine receptor which is the target of tetrahydropyrimidines / imidazothiazoles and indirectly that of the acetylcholineesterase In ; of @DRUG$ receptor which , the target the piperazine , the glutamate - gated chloride channel as the target of the macrocyclic lactones is and beta-tubulin @DRUG$ the anthelmintics of prebenzimidazoles / benzimidazoles .	nematodes there are five targets for the existing anthelmintics : the nicotinergic acetylcholine receptor which is the target of tetrahydropyrimidines imidazothiazoles and indirectly that the acetylcholineesterase inhibitors ; the @DRUG$ receptor which the target piperazine , the glutamate - gated chloride channel as the target of the macrocyclic lactones and beta-tubulin @DRUG$ the target of prebenzimidazoles / benzimidazoles .	The nicotinergic acetylcholine receptor, the @DRUG$ receptor, and the glutamate-gated chloride channel are all targets of existing anthelmintics. Additionally, beta-tubulin is a target of prebenzimidazoles/benzimidazoles, which	1
0	The newer, atypical antipsychotics such @DRUG$ @DRUG$, remoxipride, clozapine, olanzapine, sertindole, ziprasidone, and amisulpride all bind more loosely than dopamine to the dopamine D2 receptor and have dissociation constants higher than that for dopamine.	The newer , atypical major tranquilliser such @DRUG$ @DRUG$ , remoxipride , clozapine , olanzapine , sertindole , ziprasidone , and amisulpride all bind more loosely than intropin to the intropin D2 receptor and have dissociation constant quantity gamey than that for intropin .	The newer , atypical antipsychotics such @DRUG$ @DRUG$ and remoxipride , clozapine , olanzapine , sertindole , ziprasidone , loosely amisulpride all to more and than dopamine bind the dopamine D2 receptor , have than constants higher dissociation that for dopamine .	The newer , antipsychotics such @DRUG$ @DRUG$ , remoxipride , clozapine , olanzapine , sertindole , ziprasidone , and amisulpride all bind more loosely than dopamine to the dopamine D2 receptor and dissociation constants higher than that for dopamine .	The newer, atypical antipsychotics such as @DRUG$ bind more loosely than dopamine to the dopamine D2 receptor and have dissociation constants higher than that for dopamine.	1
0	RESULTS: @DRUG$ dose-dependently increased serum concentrations of apoA-I (p<0.009) and decreased concentrations of apoB (p<0.0001), the apoB/apoA-I ratio (p<0.0001), and apoCIII (@DRUG$<0.0001).	effect : @DRUG$ dose-dependently increased serum concentrations of apoA -  ( p<0.009 ) and fall concentrations of apoB ( p< 0.0001 ) , the apoB / apoA -I proportion ( p< 0.0001 ) , and apoCIII ( @DRUG$ < 0.0001 ) .	RESULTS : @DRUG$ dose-dependently increased p<0.009 concentrations of apoA - I ( ) ) and decreased concentrations of apoB ( p< 0.0001 ) , the apoB / apoA and ratio ( p< 0.0001 serum ) -I apoCIII ( @DRUG$ < 0.0001 , .	RESULTS @DRUG$ dose-dependently increased serum concentrations of apoA - I ( p<0.009 and decreased concentrations of apoB ( p< 0.0001 ) , the apoB / apoA -I ratio ( p< 0.0001 ) , and apoCIII ( @DRUG$ < 0.0001 ) .	@DRUG$ dose-dependently increases serum concentrations of apoA-I (p<0.009) and decreases concentrations of apoB (p<0.0001), the apoB/apoA-I ratio (p<0.0001), and apoCIII (	1
0	@DRUG$ was COX-1 sparing, as it inhibited serum TxB2 synthesis ex vivo (an index of COX-1 inhibition) only at very high doses (100 mg/kg but not at 2-30 @DRUG$/kg).	@DRUG$ was COX - i sparing , as it inhibited serum TxB2 deduction old fashioned vivo ( an index of COX - i inhibition ) only at very high doses ( one hundred mg / kg but not at 2- 30 @DRUG$ / kg ) .	@DRUG$ was COX - 1 sparing vivo as it inhibited serum TxB2 synthesis ex , ( at index of COX at 1 inhibition ) only an very high doses ( 100 mg / but kg not - 2- 30 @DRUG$ / kg ) .	@DRUG$ was COX 1 sparing it inhibited serum TxB2 synthesis ex vivo ( an index of - 1 inhibition ) only at very high doses ( 100 mg / kg but not at 30 @DRUG$ / )	@DRUG$ was more effective at inhibiting COX-1 than @DRUG$, even at lower doses.	0
0	Here we examined differences in plasma albumin reduced free thiol (SH) group content and its reactivity @DRUG$ a consequence of clozapine (CLZ) and @DRUG$ (ZIP) binding.	Here we examined differences in plasm albumen reduced free thiol ( SH ) chemical group content and its reactivity @DRUG$ a consequence of clozapine ( CLZ ) and @DRUG$ ( ZIP ) binding .	Here we clozapine differences in ( albumin reduced free thiol ( SH ) ) content and its reactivity @DRUG$ a consequence of examined plasma CLZ ) and @DRUG$ ( ZIP group binding .	Here we examined differences in plasma reduced free ( SH ) group content and its reactivity @DRUG$ a consequence ( CLZ ) @DRUG$ ( ZIP ) binding .	We found that the amount of SH groups in plasma was reduced in patients taking CLZ, and that this reduction was associated with increased reactivity to @DRUG$.	1
1	Effects of migraine attack and @DRUG$ on the absorption of @DRUG$.	Effects of sick headache attack and @DRUG$ on the absorption of @DRUG$ .	Effects of the attack and @DRUG$ on migraine absorption of @DRUG$ .	Effects of migraine attack and @DRUG$ on the absorption of @DRUG$ .	The effects of a migraine attack and @DRUG$ on the absorption of @DRUG$ .	0
0	Secondary binding of @DRUG$ to the pentaglycyl (@DRUG$/Asn) bridging segment in peptidoglycan also occurs, which distinguishes it from vancomycin and contributes to oritavancin's activity versus vancomycin-resistant organisms.	subaltern binding of @DRUG$ to the pentaglycyl ( @DRUG$ / Asn ) bridging segment in peptidoglycan too occurs , which distinguishes it from vancomycin and contributes to oritavancin's action versus vancomycin-resistant organisms .	Secondary binding of @DRUG$ to the pentaglycyl ( @DRUG$ also Asn ) bridging segment in peptidoglycan / vancomycin , which distinguishes it to occurs and contributes from oritavancin's activity versus vancomycin-resistant organisms .	Secondary binding of @DRUG$ to the pentaglycyl ( @DRUG$ / bridging segment in peptidoglycan also occurs , which distinguishes it vancomycin and contributes to activity versus vancomycin-resistant organisms .	Secondary binding of @DRUG$ to the pentaglycyl ( @DRUG$ / Asn ) bridging segment in peptidoglycan also occurs . This secondary binding distinguishes it from vancomycin and contributes to oritavancin's activity versus vancomycin-resistant organisms	0
0	The whole-cell patch clamp recording technique was used to record the changes in large conductance Ca(2+)-activated @DRUG$(+) (@DRUG$(ca)) and L-type Ca(2+) currents in colonic smooth muscle cells.	The totally -cell patch clinch recording technique was used to memorialise the changes in large conductance Ca ( 2 + ) - activated @DRUG$ ( + ) ( @DRUG$ ( ca ) ) and L-type Ca ( 2 + ) flow in colonic smooth muscle cells .	The whole -cell Ca clamp recording used was technique to record the changes in large conductance Ca currents 2 + ) - activated @DRUG$ ( + ) ( @DRUG$ ( ca ) ) and L-type patch ( 2 + ) smooth in colonic ( muscle cells .	The whole -cell patch clamp recording technique was used to record changes in large conductance Ca ( 2 + ) - activated @DRUG$ ( + ) ( @DRUG$ ) ) and L-type Ca ( 2 + ) currents in colonic smooth muscle .	The whole -cell patch clamp recording technique was used to record the changes in large conductance Ca ( 2 + ) - activated @DRUG$ ( + ) ( @DRUG$ ( ca ) ) and L-type Ca ( 2 + ) currents in colonic smooth muscle cells ."In other	0
0	Mean triglycerides concentration in L-T/DHEA-S group was significantly higher than in L-T and L-DHEA-S groups (respectively: 188.2 +/- 13.3 mg/dl, 161.7 +/- 14.7 mg/dl and 152.2 +/- 12.8 @DRUG$/dl (mean +/- SD; p < 0.02 vs. L-T and L-@DRUG$-S groups).	Mean triglycerides immersion in L-T/ DHEA -S chemical group was importantly higher than in L-T and L-DHEA -S groups ( respectively : 188.2 +/- 13.3 mg/dl , 161.7 +/- 14.7 mg / deciliter and 152.2 +/- 12.8 @DRUG$ / deciliter ( mean +/- coyote state ; p < 0.02 vs. L-T and L-@DRUG$ -S groups ) .	Mean triglycerides concentration in L-T/ DHEA -S group 161.7 mg/dl higher than in L-T and L-DHEA -S groups ( respectively , 188.2 +/- 13.3 L-@DRUG$ : / +/- 14.7 mg was dl and 152.2 +/- 12.8 @DRUG$ / dl ( mean +/- SD ; p < 0.02 vs. L-T and significantly -S groups ) .	Mean triglycerides concentration in L-T/ DHEA -S was significantly higher than in L-T and L-DHEA groups ( respectively 188.2 +/- 13.3 mg/dl , 161.7 +/- 14.7 mg dl and 152.2 +/- 12.8 / dl ( mean +/- ; p 0.02 L-T and -S groups ) .	The mean triglycerides concentration in the L-T/ DHEA -S group was significantly higher than in the L-T and L-DHEA -S groups (respectively: 188.2 +/- 13.3 mg/dl, 161.7 +/- 14.7 mg/dl	1
0	@DRUG$ vs. @DRUG$ in cough control.	@DRUG$ vs. @DRUG$ in cough master .	@DRUG$ in @DRUG$ vs. cough control .	@DRUG$ vs. @DRUG$ in control .	@DRUG$ is more effective than @DRUG$ in controlling coughs.	0
1	@DRUG$ (also known as ABT-267) is a potent inhibitor of hepatitis C virus (HCV) nonstructural protein 5A (NS5A), which has been developed in combination with paritaprevir/ritonavir and @DRUG$ in a three direct-acting antiviral oral regimens for the treatment of patients infected with HCV genotype 1.	@DRUG$ ( also known as ABT - 267 ) is a potent inhibitor of hepatitis ascorbic acid virus ( HCV ) nonstructural protein 5A ( NS5A ) , which has been developed in combination with paritaprevir / ritonavir and @DRUG$ in a leash direct-acting antiviral unwritten regimen for the treatment of patients infect with HCV genotype 1 .	@DRUG$ ( also HCV as ABT - 267 ) is protein ) inhibitor of hepatitis C virus ( HCV has nonstructural a 5A ( NS5A ) , which potent been developed in combination with paritaprevir / ritonavir and @DRUG$ in a three direct-acting antiviral oral regimens for the treatment of patients infected with known genotype 1 .	@DRUG$ ( also known as ABT 267 ) is a potent inhibitor of hepatitis C virus ( HCV ) protein 5A ( NS5A ) , which has been developed combination paritaprevir / ritonavir and @DRUG$ in a three direct-acting antiviral oral regimens for the treatment of patients infected with HCV genotype 1 .	@DRUG$ is a drug that is used to treat patients infected with HCV genotype 1. @DRUG$ is a drug that is used in combination with paritaprevir / ritonavir and DRUGA in a three direct-acting antiviral oral regimens for the treatment	0
0	Another important function of AdoMet is that it serves as the sole donor of an aminopropyl group that is conjugated with @DRUG$ to form, first, the polyamine @DRUG$, and then spermine.	Another important single valued function of AdoMet is that it serves as the sole giver of an aminopropyl grouping that is conjugated with @DRUG$ to form , first , the polyamine @DRUG$ , and then spermine .	Another important function of AdoMet serves that it is as and sole donor of an aminopropyl group that is conjugated with @DRUG$ to form , first , the then @DRUG$ , the polyamine spermine .	Another important function of AdoMet is that it serves as the sole donor an aminopropyl group that is conjugated with @DRUG$ to form , first , the polyamine @DRUG$ , and then spermine	@DRUG$ is a molecule that is conjugated with an aminopropyl group to form @DRUG$. DRUGB is a polyamine, and spermine is one of its derivatives.	0
1	Drug interactions observed with @DRUG$ DDI studies have demonstrated a potential for significant clinical implications during PAH management: bosentan is contraindicated with cyclosporine A and glyburide, and additional monitoring/dose adjustments are required when coadministered with hormonal contraceptives, simvastatin, lopinavir/@DRUG$, and rifampicin.	do drugs interactions observed with @DRUG$ DDI studies have demonstrated a potential for meaning clinical implications during PAH direction : bosentan is contraindicated with cyclosporine A and glyburide , and extra monitoring / dose adjustment are required when coadministered with hormonal contraceptives , simvastatin , lopinavir / @DRUG$ , and rifampicin .	, interactions observed with @DRUG$ DDI studies have demonstrated a potential for significant clinical implications during simvastatin management : bosentan , glyburide with cyclosporine A and contraindicated is and additional monitoring and dose adjustments are required when coadministered with hormonal contraceptives , PAH , lopinavir / @DRUG$ Drug / rifampicin .	Drug interactions observed with @DRUG$ DDI studies have demonstrated a potential for significant clinical during management bosentan is contraindicated with cyclosporine A and glyburide , additional monitoring / dose are required when coadministered with hormonal contraceptives , simvastatin , lopinavir / @DRUG$ , and rifampicin .	Drug interactions observed with @DRUG$ DDI studies have demonstrated a potential for significant clinical implications during PAH management. Bosentan is contraindicated with cyclosporine A and glyburide, and additional monitoring / dose adjustments are required when coadministered with hormonal contraceptives, simv	1
0	@DRUG$ has promising clinical safety and pharmacokinetic properties, and demonstrated potential for the treatment of cryopyrin-associated periodic syndromes (@DRUG$) and possibly for other complex inflammatory diseases, such as rheumatoid arthritis, systemic-onset juvenile idiopathic arthritis (SoJIA), COPD disease and ocular diseases.	@DRUG$ has promising clinical safety and pharmacokinetic properties , and demonstrated potential for the treatment of cryopyrin-associated occasional syndromes ( @DRUG$ ) and perchance for other coordination compound inflammatory diseases , such as rheumatoid arthritis , systemic-onset jejune idiopathic arthritis ( SoJIA ) , COPD disease and ocular diseases .	@DRUG$ has promising clinical safety ) pharmacokinetic as , and demonstrated potential for the treatment of cryopyrin-associated periodic syndromes ( @DRUG$ ) and possibly for other complex inflammatory such , diseases properties rheumatoid arthritis , systemic-onset juvenile idiopathic arthritis ( disease and , COPD SoJIA and ocular diseases .	@DRUG$ has promising and pharmacokinetic properties , and demonstrated potential for the treatment of cryopyrin-associated periodic syndromes ( @DRUG$ ) and possibly for other complex , such as arthritis , juvenile idiopathic arthritis ( SoJIA ) , COPD disease and ocular diseases .	@DRUG$ has potential to be used as a treatment for @DRUG$ and other complex inflammatory diseases.	0
0	Factor VII is composed of a single polypeptide chain with the NH2-terminal sequence Ala-@DRUG$-Ala-Phe-Leu-(@DRUG$)-(Gla)-Leu-(Arg)-Pro.	Factor  is composed of a single polypeptide range with the NH2 - terminal sequence Ala-@DRUG$ - Ala- Phe-Leu -( @DRUG$ ) -( Gla ) - Leu -( Arg ) - professional .	Factor VII is composed of a single polypeptide chain with the NH2 - terminal sequence -( - Ala- Phe-Leu -( ) Leu Ala-@DRUG$ Gla ) - @DRUG$ -( Arg ) - Pro .	Factor VII is composed of a single polypeptide chain the NH2 - terminal sequence Ala-@DRUG$ - Ala- Phe-Leu -( @DRUG$ ) -( Gla ) - Leu -( Arg ) - Pro .	Factor VII is composed of a single polypeptide chain with the NH2 - terminal sequence Ala-@DRUG$ - Ala- Phe-Leu -( @DRUG$ ) -( Gla ) - Leu -( Arg ) - Pro ."In other words, DR	0
0	The concentrations of isoeugenyl @DRUG$ ranged from 20 to 4689 p.p.m. 13 products (44%) contained 64.9-1755.0 p.p.m. isoeugenyl methyl @DRUG$.	The concentrations of isoeugenyl @DRUG$ ranged from 20 to 4689 p.p.m. 13 ware ( forty four % ) contained 64.9-1755.0 p.p.m. isoeugenyl methyl @DRUG$ .	The concentrations 20 isoeugenyl @DRUG$ ranged from of products 4689 p.p.m. 13 to ( 44 % ) contained 64.9-1755.0 p.p.m. isoeugenyl methyl @DRUG$ .	The concentrations of isoeugenyl @DRUG$ ranged from 20 to 4689 p.p.m. 13 products 44 % ) contained p.p.m. isoeugenyl methyl @DRUG$ .	44% of the products contained between 64.9 and 1755.0 p.p.m. isoeugenyl methyl @DRUG$.	1
0	Mean (+/-) values for the C(max) of lovastatin were 1.04+/-0.43, 2.03+/-0.65 and 4.03+/-3.02 @DRUG$/ml for the 10, 20 and 40 @DRUG$ dosage, respectively.	miserly ( +/-) values for the C(max ) of lovastatin were 1.04+/-0.43 , 2.03+/-0.65 and 4.03+/-3.02 @DRUG$ / ml for the 10 , twenty and twoscore @DRUG$ dosage , respectively .	Mean ( and values for the C(max ) of lovastatin were 1.04+/-0.43 , 2.03+/-0.65 and 4.03+/-3.02 @DRUG$ / , for the 10 , respectively +/-) 40 @DRUG$ dosage ml 20 .	Mean ( +/-) values for the C(max of lovastatin were 1.04+/-0.43 , 2.03+/-0.65 and 4.03+/-3.02 @DRUG$ / ml for the 10 20 and 40 @DRUG$ dosage , respectively .	The C(max) of lovastatin was 1.04+/-0.43, 2.03+/-0.65 and 4.03+/-3.02 @DRUG$/ml for the 10, 20 and 40 @DRUG$ dosage, respectively.	0
0	ASE, at 0.1 @DRUG$/kg, increased NE, but not 5-HT, efflux in the mPFC and @DRUG$.	ASE , at 0.1 @DRUG$ / kilogram , increased NE , but not cinque - HT , efflux in the mPFC and @DRUG$ .	ASE , and but @DRUG$ / kg , increased NE , 0.1 not 5 - HT , efflux in the mPFC at @DRUG$ .	ASE , at 0.1 @DRUG$ kg increased NE but not 5 - HT , efflux the mPFC and @DRUG$ .	At a concentration of 0.1 @DRUG$ per kg, ASE increased NE efflux in the mPFC, but not 5-HT efflux.	1
0	Additionally, the review contextualizes the history and current use of metronidazole, rates of @DRUG$ resistance including metronidazole MDR as well @DRUG$ the biosynthesis of azomycin, the natural precursor of metronidazole.	Additionally , the review contextualizes the history and stream use of metronidazole , rates of @DRUG$ resistance including metronidazole MDR as wellspring @DRUG$ the biosynthesis of azomycin , the natural predecessor of metronidazole .	Additionally azomycin the review contextualizes the history and current use of metronidazole , rates of @DRUG$ resistance well metronidazole MDR as including @DRUG$ the biosynthesis of , of the natural precursor , metronidazole .	Additionally , the contextualizes the history and current use of metronidazole , of @DRUG$ resistance including metronidazole MDR as @DRUG$ the biosynthesis of azomycin natural precursor of metronidazole .	Metronidazole is a drug that is used to treat infections caused by bacteria. It is also used to treat certain types of parasites. Metronidazole is available as a tablet, a liquid, and an injection. It is usually taken by mouth, but it can also be given	1
0	Our findings support the further development of @DRUG$ @DRUG$ an antiviral therapy for use in treating severe RVFV infection, and possibly other related phleboviral diseases.	Our findings support the further development of @DRUG$ @DRUG$ an antiviral drug therapy for use in treating severe RVFV infection , and maybe other related phleboviral diseases .	for findings support the further development of @DRUG$ @DRUG$ an antiviral therapy Our use in treating severe RVFV infection , and other possibly related phleboviral diseases .	Our findings support the further development @DRUG$ @DRUG$ antiviral therapy for use treating severe RVFV infection , and possibly other related diseases .	Our findings suggest that @DRUG$ may be effective in treating severe RVFV infection, and that @DRUG$ may also be effective in treating other related phleboviral diseases.	0
1	Risperidone and its active metabolite 9-OH-risperidone were compared to reference antipsychotic drugs (haloperidol, pipamperone, @DRUG$, clozapine, zotepine) and compounds under development (@DRUG$, seroquel, sertindole, ORG-5222, ziprasidone) for in vitro binding to neurotransmitter receptors in brain tissue and on membranes of recombinant cells expressing cloned human receptors and for in vivo occupancy of neurotransmitter receptors in rat and guinea-pig brain following acute treatment (2 h., s.c.).	Risperidone and its alive metabolite 9 - OH - risperidone were compared to source antipsychotic drugs ( haloperidol , pipamperone , @DRUG$ , clozapine , zotepine ) and compounds under development ( @DRUG$ , seroquel , sertindole , ORG - 5222 , ziprasidone ) for in vitro binding to neurotransmitter receptors in brainpower weave and on membranes of recombinant cells extract cloned human receptors and for in vivo occupancy of neurotransmitter receptors in informer and guinea- pig brainpower stick to acute treatment (  h. , s.c. ) .	Risperidone and its to metabolite 9 - OH - receptors were compared active on antipsychotic drugs ( haloperidol , pipamperone , @DRUG$ , , clozapine zotepine ) of compounds under development ( @DRUG$ , seroquel , sertindole , receptors - 5222 for ziprasidone ) , in vitro binding to neurotransmitter receptors in brain tissue and reference membranes of recombinant cells expressing cloned human ORG and for in vivo occupancy and neurotransmitter risperidone , rat and guinea- pig brain following acute treatment ( 2 h. in s.c. ) .	Risperidone and its active metabolite 9 - OH - risperidone were compared to antipsychotic drugs ( haloperidol , @DRUG$ , clozapine , zotepine ) and compounds under development ( @DRUG$ , seroquel , sertindole , ORG - 5222 ziprasidone ) for in vitro binding to receptors in brain and on membranes of cells expressing human receptors and for in occupancy neurotransmitter receptors in rat and guinea- pig brain acute treatment ( 2 h. , s.c. ) .	Risperidone and its active metabolite 9 - OH - risperidone were found to bind to neurotransmitter receptors in brain tissue and on membranes of recombinant cells expressing cloned human receptors more strongly than the reference antipsychotic drugs haloperidol, pipamperone,	1
0	@DRUG$- and L-amphetamine sulphate isomers, @DRUG$ and atomoxetine, are effective treatments for attention-deficit hyperactivity disorder (ADHD).	@DRUG$ - and L-amphetamine sulphate isomers , @DRUG$ and atomoxetine , are efficacious treatments for tending - deficit hyperactivity disorder ( ADHD ) .	@DRUG$ - and L-amphetamine sulphate isomers , @DRUG$ and atomoxetine deficit are effective treatments for hyperactivity - , attention disorder ( ADHD ) .	@DRUG$ - and sulphate isomers @DRUG$ and atomoxetine , are effective treatments for - deficit hyperactivity disorder ( ADHD .	@DRUG$ is an effective treatment for ADHD, and @DRUG$ is also an effective treatment for ADHD.	0
0	Single studies reported no difference in pain reduction when allopurinol (300 mg daily) was compared with placebo over 10 days, and no difference in tophus regression when @DRUG$ (200 to 300 mg daily) was compared with febuxostat (80 @DRUG$ daily).	Single learn reported no difference in pain in the neck reduction when allopurinol ( 300 mg everyday ) was compared with placebo over 10 days , and no difference in tophus regression when @DRUG$ ( two hundred to 300 mg everyday ) was compared with febuxostat ( 80 @DRUG$ everyday ) .	Single studies reported no difference in pain reduction when allopurinol ( 300 mg daily ) was over no placebo compared 10 days , and with difference 200 tophus regression when @DRUG$ ( in to 300 ) daily ) was compared with febuxostat ( 80 @DRUG$ daily mg .	Single studies reported no difference in pain reduction when allopurinol ( 300 mg daily ) was compared with over 10 days , and no difference in tophus regression when @DRUG$ ( to 300 mg daily ) was compared with febuxostat ( 80 @DRUG$ daily ) .	There is no difference in pain reduction when allopurinol ( 300 mg daily ) is compared with placebo over 10 days , and no difference in tophus regression when @DRUG$ ( 200 to 300 mg daily ) is compared with febuxostat ( 80 @DRUG$ daily )	0
0	Between 14% and 36% of diagnosed migraineurs are prescribed @DRUG$-containing products, often @DRUG$ initial therapy.	Between fourteen % and 36 % of diagnosed migraineurs are prescribed @DRUG$ - containing products , a great deal @DRUG$ initial therapy .	Between 14 % and 36 % often diagnosed migraineurs are , @DRUG$ - containing products prescribed of @DRUG$ initial therapy .	Between 14 % and 36 % of diagnosed migraineurs are @DRUG$ - containing products , often @DRUG$ initial therapy .	Between 14 % and 36 % of diagnosed migraineurs are prescribed @DRUG$ - containing products as their initial therapy .	1
0	Anesthetics were administered at the rate of 1.1 mg of xylazine/kg of body weight, IV, 1.1 mg of tiletamine-zolazepam/kg, IV (treatment 1); 1.1 @DRUG$ of xylazine/kg, IV, 1.65 mg of tiletamine-zolazepam/kg, IV (treatment 2); 1.1 mg of xylazine/kg, IV, 2.2 mg of tiletamine-@DRUG$/kg, IV (treatment 3); and 2.2 mg of xylazine/kg, IM, 1.65 mg of tiletamine-zolazepam/kg, IV (treatment 4).	anaesthetic agent were dish out at the value of 1.1 mg of xylazine / kilo of soundbox weight , four , 1.1 mg of tiletamine - zolazepam / kilo , four ( discourse 1 ) ; 1.1 @DRUG$ of xylazine / kilo , four , 1.65 mg of tiletamine - zolazepam / kilo , four ( discourse  ) ; 1.1 mg of xylazine / kilo , four , 2.2 mg of tiletamine - @DRUG$ / kilo , four ( discourse three ) ; and 2.2 mg of xylazine / kilo , IM , 1.65 mg of tiletamine - zolazepam / kilo , four ( discourse  ) .	Anesthetics were zolazepam at the rate of 1.1 mg of xylazine / kg IV body weight , IV , of mg 1.1 tiletamine - administered / 1.65 kg tiletamine ( treatment 1 ) ; 1.1 @DRUG$ of xylazine / kg , IV , kg mg ( tiletamine - zolazepam / , , IV ( treatment 2 2.2 ; 1.1 mg of xylazine / kg , IV , ) mg of tiletamine - @DRUG$ / IM , IV of treatment 3 ) ; and 2.2 1.65 of xylazine / kg , kg , mg mg of IV - zolazepam / kg , of ( treatment 4 ) .	Anesthetics were administered the rate of 1.1 mg of xylazine / kg weight , IV 1.1 mg of tiletamine - zolazepam / kg IV ( 1 ) ; 1.1 @DRUG$ of xylazine / , IV , mg of tiletamine - zolazepam / kg , IV ( treatment 2 ) ; 1.1 mg xylazine / kg , IV , 2.2 mg of tiletamine - @DRUG$ / kg , ( treatment 3 ) ; and 2.2 mg of xylazine / kg , IM 1.65 mg of tiletamine - / kg , IV ( treatment 4 ) .	Anesthetics were administered at the rate of 1.1 mg of xylazine / kg of body weight , IV , 1.1 mg of tiletamine - zolazepam / kg , IV ( treatment 1 ) ; 1.1 @DRUG$ of xylazine / kg	1
0	The median magnesium sulfate infused was 154 (78-5,500) versus 54 (8-86) g (@DRUG$<0.001) and the highest maternal magnesium level was 6.5+/-1.7 versus 5.6+/-1.9 @DRUG$/dl (p=0.002) in cases and controls, respectively.	The medial magnesium sulfate infused was 154 ( 78-5,500 ) versus 54 ( 8-86 ) g ( @DRUG$ < 0.001 ) and the highest maternal magnesium level was 6.5+/-1.7 versus 5.6+/-1.9 @DRUG$ / dl ( p=0.002 ) in typesetters case and see , severally .	The median 0.001 cases infused was 154 ) 78-5,500 ) versus 54 ( 8-86 ) g ( @DRUG$ < magnesium ( and the highest maternal magnesium level was 6.5+/-1.7 versus 5.6+/-1.9 @DRUG$ / dl ( p=0.002 controls in sulfate and ) , respectively .	The median magnesium sulfate infused was 154 ( 78-5,500 ) versus 54 ( ) g ( @DRUG$ < ) and the highest maternal level 6.5+/-1.7 versus 5.6+/-1.9 @DRUG$ p=0.002 ) in cases and controls , respectively .	The median magnesium sulfate infused was 154 ( 78-5,500 ) versus 54 ( 8-86 ) g ( @DRUG$ < 0.001 ) and the highest maternal magnesium level was 6.5+/-1.7 versus 5.6+/-1.9 @DRUG$ /	0
0	The inhibitory effect of @DRUG$ toward the ergosterol ability to induce the formation of long-lived fluorescent antibiotic species was used to detect @DRUG$-cholesterol interactions.	The inhibitory effect of @DRUG$ toward the ergosterol ability to induce the geological formation of long lasting fluorescent antibiotic species was used to detect @DRUG$ - cholesterol interactions .	The inhibitory effect of @DRUG$ toward the ergosterol to to induce the formation antibiotic long-lived fluorescent of species was used ability detect @DRUG$ - cholesterol interactions .	inhibitory effect of @DRUG$ toward the ergosterol ability to induce the formation of long-lived fluorescent antibiotic species was used to detect @DRUG$ - cholesterol interactions	@DRUG$ inhibits the ability of cholesterol to form long-lived fluorescent antibiotic species, which can be used to detect @DRUG$ interactions.	0
0	It was found that @DRUG$ at sufficient concentrations over specified time periods was able to decompose the @DRUG$ adsorbed on zeolite.	It was found that @DRUG$ at sufficient density over specified prison term periods was able to decompose the @DRUG$ adsorbed on zeolite .	on was found that @DRUG$ at sufficient concentrations over specified time periods was able to decompose the @DRUG$ zeolite It adsorbed .	was found that @DRUG$ at sufficient concentrations over specified time periods able to decompose the @DRUG$ adsorbed on zeolite .	If you expose @DRUG$ to @DRUG$ for long enough, DRUGA will break down DRUGB.	0
0	Blood concentration of @DRUG$ and 3-(4-carboxybenzylidene)@DRUG$ peaked within 10 h after 4-MBC administration and then decreased with half-lives of approximately 15 h. No major differences in peak blood levels between male and female rats were seen.	Blood concentration of @DRUG$ and 3 - ( 4 - carboxybenzylidene ) @DRUG$ peaked inside tenner h after 4 - MBC administration and then decreased with half-lives of approximately 15 h . No major differences in peak blood dismantle between manly and female rats were seen .	Blood concentration of @DRUG$ and 3 10 . 4 - carboxybenzylidene - @DRUG$ peaked within ) h after 4 - MBC administration and h decreased with half-lives of approximately 15 then ( No major differences in peak blood levels between male and female rats were seen .	Blood concentration @DRUG$ and 3 - ( 4 - carboxybenzylidene @DRUG$ peaked within 10 h after 4 - MBC administration and then decreased with half-lives of approximately 15 . No major differences peak levels between and rats were seen .	The blood concentration of @DRUG$ and 3 - ( 4 - carboxybenzylidene ) @DRUG$ peaked within 10 hours after 4 - MBC administration and then decreased with half-lives of approximately 15 hours. No major differences in peak blood levels between male and female rats	0
1	More patients with symptomatic GORD without oesophagitis experienced symptom relief after short term treatment with omeprazole than with ranitidine, @DRUG$ or placebo, and symptoms were more readily prevented by omeprazole than by @DRUG$ or placebo.	More patients with diagnostic GORD without esophagitis experienced symptom relief after short term treatment with omeprazole than with ranitidine , @DRUG$ or placebo , and symptoms were more promptly prevented by omeprazole than by @DRUG$ or placebo .	More patients symptoms or GORD without omeprazole experienced symptom relief after short term treatment with omeprazole than with ranitidine , @DRUG$ or placebo , and with were more readily prevented by oesophagitis than by @DRUG$ symptomatic placebo .	More patients with symptomatic GORD without oesophagitis experienced symptom relief short term treatment than with ranitidine , @DRUG$ or placebo , and symptoms were more readily prevented by omeprazole than by @DRUG$ or placebo .	More patients with symptomatic GORD without oesophagitis experienced symptom relief after short term treatment with omeprazole than with ranitidine, and symptoms were more readily prevented by omeprazole than by @DRUG$ or placebo.	1
0	Whether the @DRUG$ between @DRUG$ and glucuronide conjugation is relevant in CKD is unexplored.	Whether the @DRUG$ between @DRUG$ and glucuronide conjugation is relevant in CKD is undiscovered .	Whether the @DRUG$ between @DRUG$ and glucuronide conjugation is relevant in is CKD unexplored .	Whether the @DRUG$ between @DRUG$ and glucuronide conjugation is relevant in CKD is unexplored .	We don't know if the relationship between @DRUG$ and @DRUG$ is important in people with kidney disease.	0
1	On the mechanism of action of @DRUG$: effects on transport of Na+, @DRUG$+, and H+/HCO3- -ions.	along the mechanism of action of @DRUG$ : effects on transport of Na+ , @DRUG$ + , and H+/ HCO3 - - ion .	On the mechanism of action of @DRUG$ HCO3 effects on transport of Na+ , @DRUG$ + , - H+/ : and - ions .	On the mechanism of action of @DRUG$ : effects on transport Na+ , @DRUG$ + , and H+/ HCO3 - - .	@DRUG$ affects the transport of Na+, @DRUG$+ and H+/HCO3- ions.	0
0	The palladium and @DRUG$ complexes of the newly synthesized 1-(diphenylphosphino)-10-methyl-10H-phenothiazine (1) and the previously reported 3-(diphenylphosphino)-10-alkyl-@DRUG$ [alkyl = Me (2), Et (3)] and 4-(diphenylphosphino)-10-ethyl-10H-phenothiazine (4) were prepared.	The palladium and @DRUG$ complex of the newly synthesized 1 -( diphenylphosphino ) - 10 - methyl-10H -phenothiazine ( 1 ) and the previously reported leash -( diphenylphosphino ) -10-alkyl-@DRUG$ [ alkyl = maine ( ii ) , Et ( leash ) ] and 4 -( diphenylphosphino ) - 10- ethyl -10H -phenothiazine ( 4 ) were get up .	The palladium diphenylphosphino @DRUG$ complexes of the were synthesized 1 Me and ) - 10 - [ -phenothiazine ( 1 ) and the previously reported 3 -( diphenylphosphino ) -10-alkyl-@DRUG$ methyl-10H alkyl = -( ( 2 Et , ) ( 3 ) ] and 4 -( diphenylphosphino ) - 10- ethyl -10H -phenothiazine ( 4 ) newly prepared .	The palladium and @DRUG$ complexes of the newly synthesized 1 -( diphenylphosphino ) - 10 - methyl-10H -phenothiazine ( ) the previously reported 3 -( diphenylphosphino ) -10-alkyl-@DRUG$ alkyl = Me ( 2 ) Et ( 3 ) ] and 4 -( diphenylphosphino ) - 10- ethyl -10H -phenothiazine ) were prepared .	The palladium and @DRUG$ complexes of the newly synthesized 1 -( diphenylphosphino ) - 10 - methyl-10H -phenothiazine ( 1 ) and the previously reported 3 -( diphenylphosphino ) -10-alkyl-DRU	1
0	M40403 also reduced the appearance of nitrotyrosine and poly (ADP-@DRUG$) synthetase immunoreactivity in the colon as well @DRUG$ reduced the up-regulation of ICAM-1 and the expression of P-selectin.	M40403 too reduced the appearance of nitrotyrosine and poly ( automatic data processing - @DRUG$ ) synthetase immunoreactivity in the aspinwall as well @DRUG$ reduced the up-regulation of ICAM - 1 and the expression of P-selectin .	- also reduced the appearance of nitrotyrosine ) poly ( ADP - @DRUG$ and synthetase immunoreactivity in the colon as well @DRUG$ reduced the up-regulation of ICAM M40403 and 1 the expression of P-selectin .	M40403 also reduced the appearance of nitrotyrosine and poly ( ADP - @DRUG$ ) synthetase immunoreactivity in colon as well @DRUG$ reduced the up-regulation of ICAM - 1 and the expression of P-selectin .	M40403 also reduced the appearance of nitrotyrosine and poly ( ADP - @DRUG$ ) synthetase immunoreactivity in the colon as well @DRUG$ reduced the up-regulation of ICAM - 1 and the expression of P-selectin ."DRUG	0
0	Clinical phase I pharmacokinetic studies with @DRUG$ were performed with the 4 @DRUG$ dose of lornoxicam.	Clinical phase I pharmacokinetic studies with @DRUG$ were performed with the quaternity @DRUG$ dose of lornoxicam .	Clinical phase I pharmacokinetic studies with @DRUG$ were performed of the 4 @DRUG$ dose with lornoxicam .	Clinical phase I studies with @DRUG$ were performed with the 4 @DRUG$ dose lornoxicam	Clinical phase I pharmacokinetic studies were performed with the 4 @DRUG$ dose of lornoxicam.	1
0	The later, including @DRUG$ (DSG) and its derivative @DRUG$, gestodene (GES) and norgestimate (norelgestromin), have been referred to as third-generation progestins.	The later , including @DRUG$ ( DSG ) and its first derivative @DRUG$ , gestodene ( atomic number  ) and norgestimate ( norelgestromin ) , have been referred to as third - multiplication progestins .	The later , including @DRUG$ ( DSG ) and ) derivative @DRUG$ its gestodene ( GES , and norgestimate ( norelgestromin ) , have been referred to as third - generation progestins .	The later , including @DRUG$ ( DSG ) and its derivative @DRUG$ , gestodene ( ) norgestimate ( norelgestromin ) , have referred to as third progestins	@DRUG$ is a derivative of @DRUG$, which is a third-generation progestin.	0
0	CONCLUSIONS: These data suggest that azithromycin-@DRUG$, even when given only once daily for 3 days, and @DRUG$-quinine, given 3 times daily, are safe and efficacious combination treatments for uncomplicated falciparum malaria, and they deserve additional study in special patient populations.	finale : These data suggest that azithromycin- @DRUG$ , yet when pass on only once daily for 3 days , and @DRUG$ - quinine , pass on 3 times daily , are safe and efficacious combination treatments for uncomplicated falciparum malaria , and they deserve extra study in special affected role populations .	CONCLUSIONS : These data suggest that azithromycin- @DRUG$ , even when and only populations daily for and days , and @DRUG$ once quinine , given times 3 daily , are safe given efficacious combination treatments for uncomplicated falciparum malaria , 3 they deserve additional study in special patient - .	CONCLUSIONS : These data suggest that @DRUG$ , even when given only once for 3 days , and @DRUG$ - quinine , given 3 times daily , are safe and efficacious combination treatments for uncomplicated falciparum malaria , and they deserve in patient .	Azithromycin and quinine are both safe and effective treatments for malaria.	1
0	@DRUG$/@DRUG$: a new option in the treatment of complicated gram-negative infections.	@DRUG$ / @DRUG$ : a new selection in the treatment of complicated gram-negative infections .	@DRUG$ : @DRUG$ / a new option in the treatment of complicated gram-negative infections .	@DRUG$ @DRUG$ : a option in the treatment of complicated gram-negative infections .	@DRUG$ is a new option in the treatment of complicated gram-negative infections, and it appears to be more effective than @DRUG$.	0
0	The present study demonstrated that depression induced significant changes in objective and subjective sleep and awakening quality, which were counteracted by 100 @DRUG$ of @DRUG$, thus suggesting a key-lock principle in the treatment of depression.	The present study manifest that depression induced significant alter in objective and subjective sleep and awakening quality , which were counteracted by 100 @DRUG$ of @DRUG$ , thus suggesting a key -lock principle in the discussion of depression .	depression present -lock demonstrated that depression induced significant changes in objective and subjective sleep and awakening quality , which were counteracted by 100 @DRUG$ of @DRUG$ , thus suggesting a key study principle in the treatment of The .	The present study demonstrated that depression significant changes objective and subjective sleep and awakening quality , which were counteracted by 100 @DRUG$ of @DRUG$ , thus suggesting a -lock principle in the of depression .	The present study demonstrated that depression induced significant changes in objective and subjective sleep and awakening quality , which were counteracted by 100 @DRUG$ of @DRUG$ , thus suggesting a key -lock principle in the treatment of depression ."In other words, when DRUGA is used in combination with	0
0	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, alanine aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc, and glucose metabolism parameters (insulin sensitivity, glucose effectiveness, and acute insulin response) from frequently sampled intravenous @DRUG$ tolerance test after @DRUG$ or placebo therapy.	There were no deepen in biochemical data let in serum sodium , potassium , chloride , uric acid , alanine aminotransferase , aspartate aminotransferase , bloodline urea nitrogen , creatinine , lipid profiles , fasting bloodline glucose , insulin , haemoglobin Alc , and glucose metabolic process parameters ( insulin sensitivity , glucose potency , and acuate insulin response ) from frequently sampled intravenous @DRUG$ tolerance test after @DRUG$ or placebo therapy .	There were no changes in biochemical data blood serum sodium , , , aminotransferase , uric , , alanine aminotransferase , aspartate chloride , including urea nitrogen , creatinine , glucose profiles potassium fasting blood glucose , insulin acid hemoglobin ( , and glucose metabolism parameters , insulin sensitivity Alc lipid effectiveness , and acute insulin response ) from frequently sampled intravenous @DRUG$ tolerance test after @DRUG$ or placebo therapy .	There were no changes in data including serum sodium , potassium , chloride , uric acid , alanine aminotransferase , aspartate aminotransferase , blood urea nitrogen , creatinine , lipid , fasting blood glucose , insulin hemoglobin Alc , and glucose metabolism parameters ( insulin sensitivity , glucose effectiveness , and insulin response ) from frequently sampled intravenous @DRUG$ tolerance test after @DRUG$ or placebo therapy .	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, alanine aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc	1
1	AZD3409-mediated radiosensitization, both in vivo and in vitro, correlates with a decrease in H-@DRUG$ processing without detectable effect on @DRUG$-RAS processing.	AZD3409 - mediated radiosensitization , both in vivo and in vitro , correlates with a decrease in H-@DRUG$ work on without detectable effectuate on @DRUG$ - RAS work on .	AZD3409 - mediated a , both in vivo and in vitro , correlates with radiosensitization decrease in H-@DRUG$ processing without RAS effect on @DRUG$ - detectable processing .	AZD3409 - mediated radiosensitization , both in and in vitro , correlates a decrease in H-@DRUG$ processing without effect on @DRUG$ - processing .	The amount of radiation that AZD3409 makes a tumor more sensitive to is related to a decrease in the amount of H-@DRUG$ that is processed, without any detectable effect on the amount of @DRUG$ that is processed.	0
0	Boric acid was compared with @DRUG$, terconazole, flucytosine, itraconazole, clotrimazole, ketoconazole, fluconazole, buconazole, and miconazole; as monotherapy, @DRUG$ was studied in 7 studies.	boric acid was compared with @DRUG$ , terconazole , flucytosine , itraconazole , clotrimazole , ketoconazole , fluconazole , buconazole , and monistat ; as monotherapy , @DRUG$ was studied in 7 cogitation .	Boric acid was compared with @DRUG$ , flucytosine , terconazole , itraconazole , clotrimazole , studies miconazole fluconazole , buconazole , and , ; as monotherapy , @DRUG$ was studied in 7 ketoconazole .	Boric acid was compared with @DRUG$ , terconazole , flucytosine , itraconazole , clotrimazole ketoconazole , fluconazole , buconazole and miconazole ; as monotherapy , @DRUG$ was studied in 7 studies .	Boric acid was compared with other drugs ( @DRUG$ ) in studies. @DRUG$ was studied as a monotherapy in 7 studies.	0
1	Clinical phase 3 data show improved progression-free survival both for @DRUG$ monotherapy and combination therapy with binimetinib compared with @DRUG$.	Clinical form 3 data show meliorate progression - free survival both for @DRUG$ monotherapy and combination therapy with binimetinib compared with @DRUG$ .	and phase 3 both show improved progression - free survival data for @DRUG$ monotherapy Clinical combination therapy with binimetinib compared with @DRUG$ .	3 data show improved progression free survival both for @DRUG$ monotherapy and combination therapy with binimetinib compared with @DRUG$ .	Clinical phase 3 data show that @DRUG$ is better than @DRUG$ at preventing progression in patients.	0
0	@DRUG$ administered @DRUG$ monotherapy and in combination with valsartan was associated with significantly lowered total cholesterol and LDL-C compared with valsartan monotherapy (both, P < 0.05).	@DRUG$ administered @DRUG$ monotherapy and in combination with valsartan was associated with significantly lowered entire cholesterol and beta lipoprotein -C compared with valsartan monotherapy ( both , phosphorus < 0.05 ) .	@DRUG$ administered @DRUG$ monotherapy and valsartan combination with valsartan was associated with significantly lowered total cholesterol and 0.05 -C compared with both monotherapy ( in , P < LDL ) .	@DRUG$ administered @DRUG$ monotherapy and in combination with valsartan was associated with significantly lowered total cholesterol LDL -C compared with valsartan monotherapy ( both , P < 0.05 ) .	When @DRUG$ is administered along with @DRUG$, total cholesterol and LDL-C levels are lowered significantly more than when DRUGA is used alone.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, @DRUG$, duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, @DRUG$ acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This egress concentrate on the pursue survival of the fittest of dose : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , bm - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human being ) ; hMaxi -K , human being papillomavirus vaccinum ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , irofulven , ace - 1018 ; Lasofoxifene tartrate , larodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa -  b , phVEGF - A165 , pimecrolimus , @DRUG$ acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort evoke , sunitinib malate ; tadalafil , tanaproget , taxus , tiotropium banality , treprostinil atomic number  ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on , following selection of drugs Nemifitide AAV - NGFbeta , aprepitant , ; , atomoxetine hydrochloride ; , , BMS human 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone beta-Methyl-6-chloromelatonin , CEA-TRICOM , cetuximab , ciclesonide , Pegfilgrastim tiotropium Cypher ; Dalbavancin , darbepoetin alfa , Fenretinide - , , alfa Dexamet , drospirenone , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride desloratadine dutasteride ; Ecogramostim liposomal efalizumab , vaccine sodium , escitalopram oxalate , eszopiclone ; , ; Gefitinib dipropionate gestodene , ghrelin ( human ) ; hMaxi -K , - papillomavirus ertapenem ; Imatinib mesylate , indiplon , iodine ( i131 ) - , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa ; entacapone , the doxorubicin ; : ditriflutate , nesiritide ; Omalizumab / clofarabine , peginterferon alfa - 2a , peginterferon , hydrobromide 2 b , phVEGF tositumomab A165 , pimecrolimus , @DRUG$ acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil darifenacin tanaproget , Taxus , , bromide , treprostinil sodium aripiprazole Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV - NGFbeta , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - , bortezomib , bosentan ; Calcipotriol / betamethasone , , cetuximab ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human vaccine Imatinib indiplon , iodine ( i131 ) tositumomab , , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon - 2a , peginterferon alfa - 2 b , - A165 , , @DRUG$ acetate ; Rasburicase , rimonabant hydrochloride ; , St. John's Wort extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	Imipenem/@DRUG$ and ceftazidime/avibactam displayed limited potency against A. baumannii isolates, whereas cefepime/avibactam and ceftazidime/avibactam were active against @DRUG$. aeruginosa.	Imipenem / @DRUG$ and tazicef / avibactam displayed limited say so against A. baumannii keep apart , whereas cefepime / avibactam and tazicef / avibactam were active against @DRUG$ . aeruginosa .	Imipenem cefepime @DRUG$ and ceftazidime / avibactam displayed against potency against A. baumannii isolates , whereas / / avibactam and ceftazidime / avibactam were active limited @DRUG$ . aeruginosa .	Imipenem / @DRUG$ and ceftazidime / avibactam displayed limited potency against A. baumannii isolates , whereas cefepime / avibactam and ceftazidime / avibactam were active against @DRUG$ aeruginosa .	Imipenem / @DRUG$ and ceftazidime / avibactam displayed limited potency against A. baumannii isolates , whereas cefepime / avibactam and ceftazidime / avibactam were active against @DRUG$ .	0
0	The results showed that albumin, lactoferrin, transferrin, and @DRUG$ could--but serum prealbumin, IgA, carboxymethyl cellulose (CMC), and Sepharose 4B-purified @DRUG$ mucin (PSM) could not--bind rose bengal.	The solvent showed that albumin , lactoferrin , transferrin , and @DRUG$ could -- but serum prealbumin , iga , carboxymethyl cellulose ( CMC ) , and Sepharose 4B - distill @DRUG$ mucin ( PSM ) could not -- bind ascend bengal .	, lactoferrin showed that albumin , results The transferrin , and @DRUG$ could -- but serum prealbumin , PSM , carboxymethyl cellulose ( CMC ) , and Sepharose 4B - purified @DRUG$ mucin ( IgA ) could not -- bind rose bengal .	The results showed that albumin , lactoferrin , transferrin , @DRUG$ could -- but serum prealbumin , IgA , carboxymethyl cellulose ( CMC ) , and 4B - purified @DRUG$ mucin ( PSM ) could not -- bind rose bengal .	The results showed that albumin , lactoferrin , transferrin , and @DRUG$ could bind rose bengal , but serum prealbumin , IgA , carboxymethyl cellulose ( CMC ) , and Sepharose 4B - purified @DRUG$ mucin (	0
0	The peroxidase activity as followed with @DRUG$ and hydrogen peroxide and the @DRUG$-stimulated conversion of prostaglandin G1 to H1 were not dissociable as examined by isoelectric focusing, heat treatment, pH profile, and heme specificity.	The peroxidase activity as followed with @DRUG$ and h peroxide and the @DRUG$ - stimulated conversion of prostaglandin G1 to H1 were not dissociable as canvass by isoelectric focusing , warmth discussion , pH profile , and heme specificity .	The focusing activity as followed with @DRUG$ and hydrogen peroxide , the @DRUG$ to stimulated conversion of examined G1 - H1 were not dissociable as prostaglandin by isoelectric peroxidase , heat treatment and pH profile , and heme specificity .	The peroxidase activity followed with @DRUG$ and hydrogen and the @DRUG$ - stimulated conversion of prostaglandin G1 to H1 were not dissociable as examined by isoelectric focusing , heat treatment , profile , and heme specificity .	The peroxidase activity as followed with @DRUG$ and hydrogen peroxide and the @DRUG$ - stimulated conversion of prostaglandin G1 to H1 were not dissociable.	0
0	The increased activity of midecamycin (MIC90 < or = 0.06 mg/L), @DRUG$ compared to @DRUG$ (MIC90 = 0.5 mg/L) and to other 14- or 15-membered macrolides, was related to the absence of the ermB determinant in seven isolates which displayed an efflux phenotype (five isolates) or an inducible resistance phenotype due to an ermTR determinant (two isolates).	The increased activity of midecamycin ( MIC90 < or = 0.06 mg /L ) , @DRUG$ compared to @DRUG$ ( MIC90 = 0.5 mg /L ) and to other 14 - or fifteen - membered macrolides , was pertain to the absence seizure of the ermB determinant in  isolates which exhibit an outflow phenotype ( five isolates ) or an inducible resistance phenotype ascribable to an ermTR determinant ( two isolates ) .	resistance increased activity of midecamycin 0.06 MIC90 < or = ( mg /L ) due @DRUG$ compared to @DRUG$ ( MIC90 isolates 0.5 mg /L ) and to other 14 , or 15 ) membered macrolides - was related to the absence of the ermB determinant in seven = isolates displayed an efflux phenotype ( five isolates - or an inducible The phenotype , to an ermTR determinant ( two which ) .	The increased activity of midecamycin ( MIC90 < or 0.06 mg ) , @DRUG$ compared to @DRUG$ MIC90 0.5 mg and to other 14 - or 15 - membered macrolides was related to the absence of ermB determinant in seven isolates which displayed an efflux phenotype ( five isolates ) or an phenotype due to an determinant ( two isolates ) .	The increased activity of midecamycin ( MIC90 < or = 0.06 mg /L ) , @DRUG$ compared to @DRUG$ ( MIC90 = 0.5 mg /L ) and to other 14 - or 15 - membered macrolides , was related to the	0
0	SUMMARY: @DRUG$ 25 mg-paritaprevir 150 mg-ritonavir 100 @DRUG$ plus dasabuvir 250 mg (Viekira) is approved in the United States as a combination direct-acting antiviral agent for treatment-naive or treatment-experienced patients with HCV genotype 1 infection, including those with compensated cirrhosis.	summary : @DRUG$ 25 mg- paritaprevir 150 mg-ritonavir 100 @DRUG$ plus dasabuvir 250 magnesium ( Viekira ) is approved in the United nation as a combination direct-acting antiviral agentive role for treatment - naive or treatment - live patients with HCV genotype 1 infection , including those with compensated cirrhosis .	SUMMARY : @DRUG$ 25 mg- paritaprevir 150 mg-ritonavir 100 @DRUG$ plus dasabuvir as mg ( Viekira ) is compensated in treatment United direct-acting 250 a combination States antiviral agent for treatment - naive the or - experienced patients with HCV genotype 1 infection , including those with approved cirrhosis .	SUMMARY @DRUG$ 25 mg- paritaprevir 150 mg-ritonavir 100 @DRUG$ dasabuvir 250 mg ( Viekira ) is approved in the United States a antiviral agent for treatment - naive or treatment - experienced patients with HCV 1 infection , including those with compensated cirrhosis .	@DRUG$ is a combination of paritaprevir, ritonavir, and dasabuvir. @DRUG$ is Viekira, which is a combination of paritaprevir, ritonavir, and dasabuvir.	0
0	From mean baseline values of 178-436 @DRUG$ in the various treatment groups, the mean increases in the open food challenge threshold were 710, 913, 1650 and 2627 mg for the placebo, 150, 300 and 450 mg for TNX-901 dose groups, respectively (P = 0.0004, 450 mg vs. placebo; @DRUG$ = 0.0008 for trend with dose).	From average baseline values of 178-436 @DRUG$ in the versatile treatment groups , the average increases in the unresolved intellectual nourishment challenge threshold were 710 , 913 , 1650 and 2627 mg for the placebo , 150 , 300 and 450 mg for TNX - 901 dose groups , severally ( phosphorus = 0.0004 , 450 mg vs. placebo ; @DRUG$ = 0.0008 for trend with dose ) .	and 913 baseline values of 450 @DRUG$ in the various treatment groups , the mean increases in the open food challenge threshold were 710 , mean , 1650 and 2627 mg for the placebo , 150 , 300 for 450 mg for TNX - 901 dose groups , respectively ( P = 0.0004 , 178-436 mg vs. placebo From @DRUG$ = 0.0008 dose trend with ; ) .	From mean baseline values of 178-436 @DRUG$ in the various treatment groups , the mean increases in the open food challenge threshold were 710 , 913 , 1650 and 2627 mg for the placebo , 150 , 300 and 450 mg for - 901 dose groups , respectively ( P = 0.0004 , 450 mg vs. placebo ; @DRUG$ = 0.0008 for trend dose ) .	The higher the dose of TNX-901, the greater the increase in the open food challenge threshold.	1
0	This was a randomized, two-way, cross-over, open-label, single-site phase I clinical trial, in 24 healthy volunteers who received triflusal as 600 @DRUG$ oral solution and @DRUG$ two 300 mg capsules in a single administration separated by a washout period of at least 17 days.	This was a randomised , two -way , cross-over , open- tag , single - situation phase I clinical trial , in 24 intelligent volunteers who received triflusal as 600 @DRUG$ oral solution and @DRUG$ two 300 milligram capsules in a single administration separated by a washout period of at least 17 days .	This was a randomized , two -way who cross-over volunteers open- label by single - site and I oral trial , in 24 healthy , , received triflusal as 600 @DRUG$ clinical solution phase @DRUG$ two 300 mg capsules in a single administration separated , a washout period of at least 17 days .	This was a randomized , two -way , cross-over , open- label single - site phase I clinical trial , in 24 healthy volunteers received triflusal as 600 @DRUG$ oral solution and @DRUG$ two 300 mg capsules in a single administration separated by a washout period of at least 17 days .	This was a randomized study in which 24 healthy volunteers received triflusal as an oral solution and two 300 mg capsules of @DRUG$ in a single administration, separated by a washout period of at least 17 days.	1
0	Our aim is to determine whether high-dose @DRUG$ is as effective @DRUG$ high-dose amoxicillin for the treatment of uncomplicated community-acquired pneumonia.	Our aim is to determine whether high- battery acid @DRUG$ is as effective @DRUG$ high - battery acid amoxicillin for the discourse of uncomplicated community - acquired pneumonia .	Our aim is to determine whether high- - @DRUG$ is as effective @DRUG$ high - dose amoxicillin for the dose of uncomplicated community treatment acquired pneumonia .	Our aim is to determine whether high- dose @DRUG$ is as effective @DRUG$ - dose amoxicillin for the of uncomplicated community - pneumonia	Is @DRUG$ as effective as @DRUG$ for the treatment of pneumonia?	0
0	Meanwhile, H2O2 treatment induced a marked increase in malondialdehyde (MDA) and lactate dehydrogenase (LDH) content and decreased the @DRUG$ (NO) content and @DRUG$ oxide synthase (NOS), superoxide dismutase (SOD) and glutathione peroxidase (GSH-PX) activity.	Meanwhile , H2O2 treatment induced a tick addition in malondialdehyde ( MDA ) and lactate dehydrogenase ( LDH ) content and decreased the @DRUG$ ( NO ) content and @DRUG$ oxide synthase ( atomic number  ) , superoxide anion dismutase ( SOD ) and glutathione peroxidase ( GSH - PX ) natural action .	Meanwhile , H2O2 treatment and a marked increase in malondialdehyde ( MDA ) and lactate dehydrogenase oxide ) ) content and decreased the @DRUG$ ( GSH ) content and @DRUG$ ( synthase ( NOS LDH - superoxide dismutase ( SOD ) induced glutathione peroxidase ( NO , PX ) activity .	Meanwhile , H2O2 treatment induced marked increase in malondialdehyde ( MDA ) and lactate dehydrogenase ( LDH ) content and decreased the @DRUG$ ( ) content and @DRUG$ oxide synthase ( NOS ) , superoxide dismutase SOD ) and glutathione peroxidase ( GSH - PX ) activity .	Meanwhile, H2O2 treatment induced a marked increase in malondialdehyde (MDA) and lactate dehydrogenase (LDH) content and decreased the @DRUG$ (NO) content and @DRUG$ oxide synthase (NOS), superoxide dismutase (S	0
1	When atazanavir 300 mg was coadministered with @DRUG$ 100 mg on a once-daily dosage regimen, atazanavir AUC from 0 to 24 hours and minimum plasma concentration were increased by 3- to 4-fold and approximately 10-fold, respectively, compared with @DRUG$ 300 mg alone.	When atazanavir 300 mg was coadministered with @DRUG$ hundred mg on a once-daily dosage regime , atazanavir AUC from 0 to 24 hours and lower limit plasma engrossment were increased by 3 - to 4 - fold and approximately 10 - fold , respectively , compared with @DRUG$ 300 mg lone .	When approximately 300 24 was coadministered with @DRUG$ 100 mg on - once-daily minimum regimen , atazanavir AUC from 0 to mg hours and dosage plasma concentration were increased by 3 - to - a fold and atazanavir 10 4 fold , respectively , compared with @DRUG$ 300 mg alone .	When atazanavir 300 mg was coadministered with @DRUG$ 100 mg on a once-daily dosage regimen , atazanavir AUC from 0 24 hours and minimum plasma concentration were increased by 3 - to 4 - fold and approximately 10 - fold , respectively , compared with @DRUG$ mg alone .	When atazanavir 300 mg was coadministered with @DRUG$ 100 mg on a once-daily dosage regimen, atazanavir AUC from 0 to 24 hours and minimum plasma concentration were increased by 3 - to 4 - fold and approximately 10 - fold, respectively, compared	1
0	Included are historical and state of the art information on the in vitro activity, experimental in vivo activity, mode of action, pharmacokinetics, clinical studies, and uses and adverse reactions of imidazoles currently marketed (clotrimazole, miconazole, econazole, ketoconazole, bifonazole, butoconazole, croconazole, @DRUG$, isoconazole, oxiconazole, sulconazole, and @DRUG$) and under development (aliconazole and omoconazole), as well as triazoles currently marketed (terconazole) and under development (fluconazole, itraconazole, vibunazole, alteconazole, and ICI 195,739).	Included are historical and state of the art information on the in vitro body process , data based in vivo body process , mode of action , pharmacokinetics , clinical studies , and us and adverse chemical reaction of imidazole presently commercialise ( clotrimazole , miconazole , econazole , ketoconazole , bifonazole , butoconazole , croconazole , @DRUG$ , isoconazole , oxiconazole , sulconazole , and @DRUG$ ) and under growth ( aliconazole and omoconazole ) , as well as triazoles presently commercialise ( terconazole ) and under growth ( fluconazole , sporanox , vibunazole , alteconazole , and ICI 195,739 ) .	Included , historical and state of the art information well the in vitro activity , experimental in vivo reactions are mode of action , pharmacokinetics , clinical studies , and uses and , activity of imidazoles currently marketed ( clotrimazole , miconazole , econazole adverse ketoconazole , bifonazole , butoconazole , croconazole , @DRUG$ , isoconazole , oxiconazole , sulconazole , and @DRUG$ ) and under development ( aliconazole and omoconazole ) , as on as triazoles currently marketed alteconazole terconazole ) and under development ( fluconazole , itraconazole , vibunazole , ( , and ICI 195,739 ) .	Included are historical and state of the art information the vitro activity , experimental in vivo , mode of action , pharmacokinetics , clinical studies , and and adverse reactions of imidazoles currently marketed ( clotrimazole miconazole , econazole , ketoconazole , bifonazole , butoconazole , croconazole , @DRUG$ , isoconazole , oxiconazole , sulconazole , @DRUG$ ) and under development ( aliconazole and omoconazole ) , as well as triazoles currently ( terconazole ) and development ( fluconazole , itraconazole vibunazole alteconazole , and ICI 195,739 ) .	Imidazoles currently marketed ( clotrimazole , miconazole , econazole , ketoconazole , bifonazole , butoconazole , croconazole , @DRUG$ , isoconazole , oxiconazole , sulconaz	1
1	@DRUG$ was administered in a single dose of 5 @DRUG$/kg body weight for both routes and was assayed in biological fluids (serum and urine) to determine its concentrations, kinetic behaviour and systemic availability.	@DRUG$ was administered in a one dose of 5 @DRUG$ / kg body weight for both routes and was assayed in biological fluids ( serum and urine ) to square off its denseness , kinetic behaviour and systemic availability .	@DRUG$ was administered in a single dose of 5 @DRUG$ / kg body weight for both routes and was and in biological its ( serum assayed urine ) to determine and concentrations , kinetic behaviour fluids systemic availability .	@DRUG$ was administered in a single dose 5 @DRUG$ / kg body weight for routes and was assayed in fluids serum urine ) to determine its concentrations , kinetic behaviour and systemic availability .	@DRUG$ was administered in a single dose of 5 @DRUG$ / kg body weight for both routes and was assayed in biological fluids ( serum and urine ) to determine its concentrations , kinetic behaviour and systemic availability ."This means that the scientists gave a single dose of 5 DRUGB	0
0	In patients with duodenal or gastric ulcers, omeprazole as a single 20 mg daily dose provides more rapid and complete healing compared with @DRUG$ 150 mg twice daily or 300 mg at nighttime, or cimetidine 800 or 1000 @DRUG$/day.	In patients with duodenal or gastric ulcers , omeprazole as a single  mg daily dose provides more speedy and complete healing compared with @DRUG$ 150 mg twice daily or ccc mg at nighttime , or cimetidine 800 or grand @DRUG$ / day .	In patients omeprazole duodenal or gastric ulcers , with as a single 20 and daily dose provides more healing mg complete rapid compared with @DRUG$ 150 mg twice daily or 300 mg at nighttime , or cimetidine 800 or 1000 @DRUG$ / day .	In patients with or gastric ulcers omeprazole as a single 20 mg daily dose provides more rapid and healing compared with @DRUG$ 150 mg daily 300 mg nighttime or cimetidine 800 or 1000 @DRUG$ / day .	Omeprazole is more effective than @DRUG$, @DRUG$, or cimetidine in healing duodenal or gastric ulcers.	0
1	Both drugs were slightly more potent than @DRUG$ (IC-50 = 10 nM versus 1 nM for pineaverium and 5 nM for @DRUG$).	both do drugs were slightly more potent than @DRUG$ ( IC - 50 = 10 nM versus 1 nM for pineaverium and 5 nM for @DRUG$ ) .	Both drugs were slightly more potent than @DRUG$ ( IC 5 50 = 10 nM versus 1 nM - pineaverium and for nM for @DRUG$ ) .	Both drugs were slightly more potent than @DRUG$ ( IC - 50 = 10 nM versus 1 nM for pineaverium and 5 nM @DRUG$ ) .	Both drugs were slightly more potent than @DRUG$ ( pineaverium was more potent than DRUGA, and @DRUG$ was more potent than pineaverium ) .	0
0	After a single oral dose of @DRUG$, 0.7 mg/kg (mean dose 39.0 +/- 5.4 @DRUG$), the mean maximum serum hydroxyzine concentration of 72.5 +/- 11.1 ng/ml occurred at a mean time of 2.1 +/- 0.4 hr.	After a single viva dose of @DRUG$ , 0.7 mg / kg ( mean dose 39.0 +/- 5.4 @DRUG$ ) , the mean maximum blood serum hydroxyzine concentration of 72.5 +/- 11.1 ng / milliliter pass off at a mean time of 2.1 +/- 0.4 hr .	After dose single oral +/- of @DRUG$ , 0.7 mg / kg ( mean dose 39.0 +/- 5.4 @DRUG$ ) , time mean maximum serum hydroxyzine concentration of 72.5 +/- 11.1 ng a ml occurred at / mean the of 2.1 a 0.4 hr .	After a single oral dose of @DRUG$ , 0.7 mg kg ( mean dose 39.0 +/- 5.4 @DRUG$ ) , the mean maximum serum hydroxyzine concentration of 72.5 +/- 11.1 ng / ml occurred at a mean time of 2.1 +/- 0.4 hr .	After a single oral dose of @DRUG$, the mean maximum serum hydroxyzine concentration of 72.5 +/- 11.1 ng / ml occurred at a mean time of 2.1 +/- 0.4 hr.	1
0	In contrast to other psychotropic medications inducing weight gain, such as some second-generation antipsychotics, @DRUG$ treatment did not influence the @DRUG$ homeostasis.	In contrast to other psychotropic medicinal drug inducement weight gain , such as some second-generation antipsychotics , @DRUG$ treatment did not influence the @DRUG$ homeostasis .	the to contrast other psychotropic medications inducing weight gain , such as some second-generation antipsychotics , @DRUG$ treatment did not influence In @DRUG$ homeostasis .	contrast to medications inducing weight gain , such as some second-generation antipsychotics , @DRUG$ treatment not influence the @DRUG$ homeostasis .	@DRUG$ did not cause any weight gain in patients treated with it, unlike some other medications which can cause weight gain.	1
0	A randomized phase II trial to elucidate the efficacy of capecitabine plus @DRUG$ (XP) and S-1 plus cisplatin (SP) @DRUG$ a first-line treatment for advanced gastric cancer: XP ascertainment vs. SP randomized PII trial (XParTS II).	A randomized form II run to elucidate the efficacy of capecitabine plus @DRUG$ ( XP ) and S- i plus cisplatin ( SP ) @DRUG$ a first-line treatment for advanced gastric cancer the crab : XP ascertainment vs . SP randomized PII run ( XParTS II ) .	A randomized ) II trial to elucidate the efficacy of capecitabine plus @DRUG$ ( 1 phase and S- XP plus cisplatin cancer SP ) @DRUG$ a first-line treatment for XParTS gastric ( : XP ascertainment vs . SP randomized PII trial ( advanced II ) .	A randomized phase trial to elucidate the efficacy of capecitabine plus @DRUG$ ( XP and S- 1 plus cisplatin ( SP ) @DRUG$ first-line treatment for advanced gastric cancer : XP ascertainment vs . SP PII trial ( XParTS II ) .	A randomized phase II trial to see if capecitabine plus XP is more effective than S- 1 plus cisplatin as a first-line treatment for advanced gastric cancer.	1
0	OBJECTIVE: Four experiments were devised to test the possible role of @DRUG$ fatty esters @DRUG$ adipose tissue signals carried by the blood within lipoproteins.	OBJECTIVE : Four experimentation were devised to test the possible theatrical role of @DRUG$ fatty esters @DRUG$ adipose tissue signals carried by the blood within lipoproteins .	OBJECTIVE : Four experiments were devised to possible the test role lipoproteins @DRUG$ fatty esters @DRUG$ adipose tissue signals carried by the blood within of .	OBJECTIVE experiments were devised to test the possible role of @DRUG$ fatty esters @DRUG$ adipose tissue signals carried by blood within lipoproteins .	The objective of these experiments was to test whether @DRUG$ fatty esters and @DRUG$ adipose tissue signals are carried by the blood within lipoproteins.	0
0	The present report describes the effects of another isomer of @DRUG$, myoinositol, on postprandial plasma glucose and insulin concentrations and on urine @DRUG$ concentrations in 6 similarly insulin-resistant monkeys.	The introduce report describes the effects of some other isomer of @DRUG$ , myoinositol , on postprandial plasm glucose and insulin concentrations and on urine @DRUG$ concentrations in 6 similarly insulin-resistant monkeys .	The similarly report describes the effects of another isomer of @DRUG$ glucose myoinositol , on postprandial plasma 6 and insulin concentrations and on urine @DRUG$ concentrations in , present insulin-resistant monkeys .	The report describes the effects of another isomer of @DRUG$ , on plasma glucose and insulin concentrations and on urine @DRUG$ concentrations 6 similarly insulin-resistant monkeys .	The present report describes the effects of another isomer of @DRUG$ (myoinositol), on postprandial plasma glucose and insulin concentrations and on urine @DRUG$ concentrations in 6 similarly insulin-resistant monkeys.	0
0	Samples were treated twice daily, each treatment lasting for 2 min, with fluoride solutions [pH 4.5; 1,500 parts per million (p.p.@DRUG$.) F] containing 2,100, 1,400, or 400 @DRUG$.p.m. Sn as SnCl(2).	Samples were treated double everyday , each treatment lasting for 2 min , with fluoride solutions [ pH 4.5 ; 1,500 parts per meg ( p.p.@DRUG$ . ) atomic number  ] containing 2,100 , 1,400 , or 400 @DRUG$ .p.m. Sn as SnCl ( 2 ) .	( were treated million daily , each treatment lasting for 2 min , with fluoride solutions [ pH 4.5 ; 1,500 parts or twice Samples p.p.@DRUG$ . ) per ] containing 2,100 , 1,400 , F 400 @DRUG$ .p.m. Sn as SnCl ( 2 ) .	Samples were treated twice daily , each treatment lasting 2 min , with fluoride solutions [ pH 4.5 ; 1,500 parts per million ( p.p.@DRUG$ . ) F ] containing 2,100 , 1,400 , or 400 @DRUG$ .p.m. Sn as SnCl ( 2 ) .	Samples were treated twice daily , each treatment lasting for 2 min , with fluoride solutions [ pH 4.5 ; 1,500 parts per million ( p.p.@DRUG$ . ) F ] containing 2,100 , 1,400 , or 400 @DRUG$ .p.m.	0
1	Evaluation of Possible Proarrhythmic Potency: Comparison of the Effect of Dofetilide, @DRUG$, @DRUG$, Terfenadine, and Verapamil on hERG and Native IKr Currents and on Cardiac Action Potential.	rating of Possible Proarrhythmic Potency : equivalence of the Effect of Dofetilide , @DRUG$ , @DRUG$ , Terfenadine , and Verapamil on hERG and native IKr Currents and on Cardiac Action Potential .	Evaluation Proarrhythmic , of Potency : Comparison of the Effect of Dofetilide Possible @DRUG$ , @DRUG$ , Terfenadine , and Verapamil on hERG and Potential IKr Currents and on Cardiac Action Native .	Evaluation Possible Proarrhythmic Potency : Comparison of Effect of Dofetilide , @DRUG$ , @DRUG$ , Terfenadine , and Verapamil on hERG and Native IKr Currents and on Cardiac Potential .	The effect of Dofetilide (@DRUG$) on hERG and Native IKr Currents and on Cardiac Action Potential is compared to the effect of Terfenadine (@DRUG$) on hERG and Native IKr Currents and on Cardiac Action Potential	0
0	The intracellular activity of PO @DRUG$ monitored by the release of reactive @DRUG$ species was also inhibited by both tepoxalin and naproxen hydroxamic acid.	The intracellular activity of PO @DRUG$ monitored by the release of reactive @DRUG$ species was also conquer by both tepoxalin and naprosyn hydroxamic acid .	The intracellular activity also was @DRUG$ monitored by the release of reactive @DRUG$ species PO of inhibited by both tepoxalin and naproxen hydroxamic acid .	The intracellular activity of PO @DRUG$ monitored by the release of reactive @DRUG$ species was also inhibited by both tepoxalin and naproxen hydroxamic acid .	The intracellular activity of PO @DRUG$ monitored by the release of reactive @DRUG$ species was also inhibited by both tepoxalin and naproxen hydroxamic acid ."This means that when DRUGA is present, it will cause the release of DRUGB,	0
0	Ten ferrets were used in a crossover study to determine the anesthetic effects of intramuscular (I.@DRUG$.) medetomidine (80 microg/kg body weight), medetomidine (80 microg/kg body weight)-butorphanol (0.1 mg/kg body weight), medetomidine (80 microg/kg body weight)-ketamine (5 mg/kg body weight), and medetomidine (80 microg/kg body weight)-butorphanol (0.1 @DRUG$/kg body weight)-ketamine (5 mg/kg body weight).	ten mustela nigripes were used in a crossover study to find out the anaesthetic agent effects of intramuscular ( I.@DRUG$ . ) medetomidine (  microg / kilo dead body weight ) , medetomidine (  microg / kilo dead body weight ) - butorphanol ( 0.1 atomic number  / kilo dead body weight ) , medetomidine (  microg / kilo dead body weight ) - ketalar ( cinque atomic number  / kilo dead body weight ) , and medetomidine (  microg / kilo dead body weight ) - butorphanol ( 0.1 @DRUG$ / kilo dead body weight ) - ketalar ( cinque atomic number  / kilo dead body weight ) .	Ten ferrets were used in a crossover study to determine the anesthetic effects of intramuscular ( 0.1 . 80 medetomidine / ( microg / kg body body ) , medetomidine ( 80 microg / kg weight weight ) - butorphanol ( body weight ) kg body weight ) , medetomidine ( 80 microg / kg I.@DRUG$ / ) - ketamine ( 5 mg / kg body weight ) , and medetomidine ( 80 microg weight kg body mg ) - butorphanol - 0.1 @DRUG$ / kg body ( ) weight ketamine ( 5 mg / kg body weight ) .	Ten ferrets were used in a crossover study determine the anesthetic effects of intramuscular ( . ) medetomidine ( 80 microg kg weight ) , medetomidine ( 80 microg / kg body weight ) - butorphanol ( 0.1 mg / kg body weight , ( 80 microg / body weight - ketamine ( 5 mg / kg body weight , and medetomidine ( 80 microg / kg body weight - butorphanol ( / kg body weight ) ketamine ( 5 mg / kg body weight ) .	Ten ferrets were used in a crossover study to determine the anesthetic effects of intramuscular ( I.@DRUG$ ) medetomidine ( 80 microg / kg body weight ) , medetomidine ( 80 microg / kg body weight ) - butorphanol ( 0	1
0	The interval from treatment to ovulation was significantly decreased (41.25 vs 73.50 h; P = 0.001) @DRUG$ was the duration of oestrus (5.63 vs 6.88 days; @DRUG$ = 0.005).	The interval from intervention to ovulation was significantly decreased ( 41.25 vs 73.50 plancks constant ; p = 0.001 ) @DRUG$ was the duration of oestrus ( 5.63 vs 6.88 days ; @DRUG$ = 0.005 ) .	The interval ( vs to ovulation was significantly decreased ( 41.25 vs 73.50 h ; P = ; ) @DRUG$ was the duration of oestrus from 5.63 treatment 6.88 days 0.001 @DRUG$ = 0.005 ) .	The interval from treatment to ovulation was significantly decreased ( 41.25 vs 73.50 h ; P = 0.001 ) @DRUG$ was the duration oestrus ( 5.63 vs 6.88 days ; @DRUG$ = 0.005 ) .	The interval from treatment to ovulation was significantly decreased ( 41.25 vs 73.50 h ; P = 0.001 ) @DRUG$ was the duration of oestrus ( 5.63 vs 6.88 days ; @DRUG$ = 0.005 ) ."DRUGA	0
0	Two bioavailability studies of S(+)-@DRUG$ (dexibuprofen) were conducted in healthy volunteers to define the relationship between the bioavailability of the drug after administration of dexibuprofen alone or @DRUG$ part of ibuprofen racemate.	deuce bioavailability studies of south ( + ) - @DRUG$ ( dexibuprofen ) were conducted in level headed volunteers to define the relationship between the bioavailability of the drug after administration of dexibuprofen alone or @DRUG$ part of isobutylphenyl propionic acid racemate .	Two alone studies of S after + of - @DRUG$ ( dexibuprofen ) were conducted in healthy volunteers to define racemate relationship between the bioavailability ) the drug ( administration of dexibuprofen bioavailability or @DRUG$ part of ibuprofen the .	Two bioavailability studies of S + - @DRUG$ ( dexibuprofen ) were conducted in healthy volunteers to define the relationship between the bioavailability the drug after administration of dexibuprofen alone @DRUG$ part of ibuprofen racemate .	The bioavailability of dexibuprofen was found to be greater when it was administered alone than when it was administered as part of ibuprofen racemate.	1
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, @DRUG$, @DRUG$, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	within 25 age after zidovudine ( triad ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have been formally approved for clinical function in the handling of HIV infections : seven nucleoside overthrow rna polymerase inhibitor ( NRTIs ) : zidovudine , didanosine , ddc , stavudine , tc , abacavir and emtricitabine ; one base overthrow rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside overthrow rna polymerase inhibitor ( NNRTIs ) : viramune , delavirdine , efavirenz and etravirine ; tenner proteolytic enzyme inhibitor ( PIs ) : saquinavir , norvir , indinavir , @DRUG$ , @DRUG$ , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one merger inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after zidovudine ( 3 ( - azido ) 2',3'- dideoxythymidine , AZT ) was described first as an tenofovir of ) replication , 25 anti-HIV drugs have been formally approved ; clinical use in the treatment of HIV infections : tenofovir nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , didanosine , zalcitabine , stavudine lopinavir lamivudine , abacavir - emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : efavirenz [ in HIV oral prodrug form : integrase disoproxil fumarate ( TDF and ] ; four non-nucleoside reverse transcriptase inhibitors , NNRTIs ) : nevirapine , delavirdine , inhibitor one etravirine ; ten protease inhibitors ( PIs ) : saquinavir , ritonavir , indinavir ) @DRUG$ ' @DRUG$ , , , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide for one co-receptor inhibitor ( CRI its : maraviroc and and seven inhibitor ( INI , : raltegravir .	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT was first described as an inhibitor HIV replication , 25 anti-HIV drugs have been formally approved for clinical use the treatment of HIV infections : seven nucleoside reverse inhibitors ( NRTIs ) : zidovudine didanosine , zalcitabine , stavudine , lamivudine , abacavir and ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , , efavirenz and etravirine ; ten inhibitors ( PIs ) : saquinavir , ritonavir , indinavir , @DRUG$ , @DRUG$ , lopinavir , atazanavir , fosamprenavir , and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
1	CONCLUSION: @DRUG$ is approved for use with aspirin and/or @DRUG$ in the secondary prevention of cardiovascular events in stable patients with peripheral arterial disease or a history of MI.	CONCLUSION : @DRUG$ is approved for use with aspirin and / or @DRUG$ in the secondary prevention of cardiovascular consequence in stable patient role with computer peripheral arterial disease or a history of MI .	CONCLUSION prevention @DRUG$ is approved for use with aspirin and / or @DRUG$ in the MI : of cardiovascular or in stable patients with peripheral arterial disease events a history of secondary .	CONCLUSION : @DRUG$ is approved for use aspirin and / or @DRUG$ in the secondary prevention of events stable patients with peripheral arterial disease or a history of MI .	@DRUG$ is approved for use with aspirin and / or @DRUG$ in the secondary prevention of cardiovascular events in stable patients with peripheral arterial disease or a history of MI .	0
0	Its sedative effects, which contribute to its therapeutic and recreational use, are generally attributed to the actions of its primary metabolite, meprobamate, at @DRUG$(A) receptors (GABA(A)@DRUG$).	Its sedative effects , which contribute to its therapeutic and unpaid use , are generally attributed to the actions of its primary coil metabolite , meprin , at @DRUG$ ( deoxyadenosine monophosphate ) receptors ( GABA ( deoxyadenosine monophosphate ) @DRUG$ ) .	Its sedative effects , which contribute to its therapeutic and recreational use ( are generally attributed to , actions of its primary metabolite , ) ( at @DRUG$ the A ) receptors , GABA ( A ) @DRUG$ meprobamate .	Its sedative , which contribute to its therapeutic and recreational use , are generally attributed to the actions of its primary metabolite , meprobamate at @DRUG$ ( A ) receptors ( GABA ( A ) @DRUG$ )	The sedative effects of @DRUG$ are generally attributed to the actions of its primary metabolite, meprobamate, at GABA (A) receptors.	1
0	Plasma and urine samples were collected after the first and last doses for the assay of @DRUG$, @DRUG$ (DX), and Q. Study 2 randomized 65 healthy extensive CYP2D6 metabolizers to 8 groups given twice-daily 45- or 60-mg DM doses combined with 0, 30, 45, or 60 mg Q for 7 days.	Plasma and urine samples were collected after the first and last drug for the assay of @DRUG$ , @DRUG$ ( DX ) , and Q. canvass 2 randomized 65 healthy panoptic CYP2D6 metabolizers to 8 groups given twice - daily 45 - or 60 - mg DM drug aggregate with 0 , 30 , 45 , or 60 mg Q for septet solar day .	Plasma and urine samples were collected after the first and last doses for 8 assay of @DRUG$ , @DRUG$ ( DX ) daily and Q. Study 2 randomized 65 healthy extensive CYP2D6 metabolizers to the groups given twice - , mg - or 60 - for combined doses DM with 0 , 30 45 45 , or 60 , Q mg 7 days .	Plasma and urine samples were collected after the last doses for the assay of @DRUG$ , @DRUG$ DX ) , and Q. Study 65 healthy extensive CYP2D6 metabolizers to 8 groups given twice - daily 45 - or - mg DM doses combined with 0 , 30 , 45 , or 60 mg for 7 days .	Plasma and urine samples were collected after the first and last doses for the assay of @DRUG$ and @DRUG$ (DX), and Q. Study 2 randomized 65 healthy extensive CYP2D6 metabolizers to 8 groups given twice - daily 45 - or 60 - mg DM doses combined with	0
0	METHODS: We randomly assigned 5522 patients 55 years of age or older who had vascular disease or diabetes to daily treatment either with the combination of 2.5 mg of @DRUG$, 50 mg of vitamin B6, and 1 mg of @DRUG$ or with placebo for an average of five years.	METHODS : We randomly assigned 5522 affected role 55 years of age or onetime who had vascular disease or diabetes to casual treatment either with the combination of 2.5 mg of @DRUG$ , 50 mg of vitamin B6 , and i mg of @DRUG$ or with placebo for an average of phoebe years .	METHODS : We randomly assigned and patients 55 50 daily age or older who had vascular disease or diabetes to of treatment either with the 1 of 2.5 mg combination @DRUG$ , years mg of vitamin B6 , 5522 of mg of @DRUG$ or with placebo for an average of five years .	METHODS : randomly assigned 5522 patients 55 years of age or older who had vascular disease or diabetes to daily treatment either with the combination of mg of @DRUG$ , 50 mg of vitamin B6 , and 1 mg of @DRUG$ or placebo for an average of five .	We randomly assigned 5522 patients 55 years of age or older who had vascular disease or diabetes to daily treatment either with the combination of 2.5 mg of @DRUG$ and 50 mg of vitamin B6 or with placebo for an average of five years .	1
0	Another objective of the present study was to determine the influence of several parameters on aluminum citrate absorption: with or without 0.1 mmol @DRUG$/L, with aluminum concentration from 3.2, 16, 32, and 48, to 64 mmol/L, media containing 0, 3, or 6 mmol Ca/L, with or without @DRUG$ or glucose.	some other objective of the acquaint study was to determine the influence of various parameters on al citrate absorption : with or without 0.1 mmol @DRUG$ / lambert , with al concentration from 3.2 , 16 , thirty two , and 48 , to 64 mmol / lambert , media containing 0 , 3 , or 6 mmol Ca/L , with or without @DRUG$ or glucose .	on objective of the present study was to determine the influence of several parameters 3.2 aluminum , absorption : with or without 0.1 mmol @DRUG$ / aluminum , Another L concentration from with , 16 , 32 , and 48 , to 64 mmol / L , media containing 0 , 3 citrate or 6 mmol Ca/L , with or without @DRUG$ or glucose .	Another objective of the study was to determine the influence of several parameters on aluminum citrate absorption : with or without 0.1 mmol @DRUG$ , with aluminum concentration from , 16 , 32 , and 48 , to 64 mmol / L , media containing 0 3 , or 6 mmol Ca/L with or without @DRUG$ or glucose .	The study found that aluminum citrate absorption was not significantly affected by the presence of @DRUG$ or glucose , but was significantly increased by the presence of Ca.	1
0	In rats, @DRUG$ blocks uptake of tissue plasminogen activator (tPA) by @DRUG$-binding receptors.	indium rats , @DRUG$ blocks uptake of tissue plasminogen activator ( tPA ) by @DRUG$ - binding receptors .	In rats , @DRUG$ blocks by of tissue plasminogen activator ( tPA ) uptake @DRUG$ - binding receptors .	In rats , @DRUG$ blocks of tissue plasminogen activator ( tPA ) by @DRUG$ - binding receptors .	@DRUG$ blocks the uptake of tPA by @DRUG$-binding receptors.	0
0	A fully human monoclonal antibody (@DRUG$) identifies PDGF-@DRUG$ as a novel mediator of mesangioproliferative glomerulonephritis.	A amply human monoclonal antibody ( @DRUG$ ) identifies PDGF - @DRUG$ as a refreshing mediator of mesangioproliferative glomerulonephritis .	A PDGF human monoclonal antibody ( @DRUG$ ) identifies - fully @DRUG$ as a novel mediator of mesangioproliferative glomerulonephritis .	A fully human monoclonal antibody @DRUG$ ) identifies PDGF - @DRUG$ a novel mediator of mesangioproliferative glomerulonephritis .	@DRUG$ is a fully human monoclonal antibody that specifically identifies PDGF as a novel mediator of mesangioproliferative glomerulonephritis.	1
0	Comparison of safety, efficacy, and cost effectiveness of @DRUG$, @DRUG$, and ivermectin in patients of scabies.	Comparison of safety device , efficaciousness , and cost effectiveness of @DRUG$ , @DRUG$ , and ivermectin in patients of scabies .	Comparison cost safety , efficacy , and of effectiveness of @DRUG$ , @DRUG$ of and ivermectin in patients , scabies .	Comparison of safety , efficacy , and cost effectiveness of @DRUG$ , @DRUG$ , and ivermectin in scabies .	@DRUG$ is safer, more effective, and more cost effective than @DRUG$ in patients with scabies.	0
0	Half were treated with a single dose of @DRUG$ at 6 @DRUG$/kg bodyweight by subcutaneous injection and half received an injection of a saline placebo as the control.	Half were treated with a single dose of @DRUG$ at 6 @DRUG$ / kg bodyweight by hypodermic shot and half received an shot of a saline solution placebo as the control .	at were treated with a single dose of @DRUG$ and / @DRUG$ 6 kg bodyweight by subcutaneous injection Half half received an injection of a saline placebo as the control .	were treated a single dose of @DRUG$ at 6 @DRUG$ kg bodyweight by subcutaneous and half received an of a saline placebo as the control .	Half of the participants were given a single dose of @DRUG$, while the other half were given a placebo.	1
0	DESIGN: @DRUG$ elderly (mean age 69.3 +/- 3.1 y) and 10 younger (mean age 45.6 +/- 4.5 @DRUG$) patients received a glucose challenge test at baseline, with a 2.5-mg dose of glyburide at week 0 (acute dose) and again at weeks 6 and 12 of chronic glyburide therapy.	DESIGN : @DRUG$ elderly ( mean years 69.3 +/- 3.1 y ) and ten younger ( mean years 45.6 +/- 4.5 @DRUG$ ) patient role received a glucose challenge test at baseline , with a 2.5 - magnesium dose of glyburide at week 0 ( acute dose ) and again at weeks  and 12 of chronic glyburide therapy .	DESIGN : @DRUG$ elderly ( mean age 69.3 +/- ) y ) 45.6 10 younger ( mean age and challenge 4.5 @DRUG$ of a received patients glucose +/- test at baseline , with a 2.5 - mg dose of glyburide at week 0 ( acute dose 3.1 and again at weeks 6 and 12 ) chronic glyburide therapy .	DESIGN : @DRUG$ elderly ( mean age 3.1 y ) and 10 younger ( mean age 45.6 +/- 4.5 @DRUG$ ) patients received a glucose test at baseline , with a 2.5 - mg dose of glyburide at week 0 ( acute dose ) and again at weeks 6 12 of chronic glyburide therapy	The elderly patients (mean age 69.3 +/- 3.1 y) and 10 younger patients (mean age 45.6 +/- 4.5 y) received a glucose challenge test at baseline, with a 2.5-mg dose of glyburide at week 0 (acute dose) and	1
0	Our results show that ritonavir is a type II ligand that perfectly fits into the CYP3A4 active site cavity and irreversibly binds to the heme @DRUG$ via the thiazole @DRUG$, which decreases the redox potential of the protein and precludes its reduction with the redox partner, cytochrome P450 reductase.	Our results show that norvir is a type two ligand that perfectly fits into the CYP3A4 combat ready internet site cavity and irreversibly binds to the heme @DRUG$ via the thiazole @DRUG$ , which decreases the redox potential of the protein and prevent its reduction with the redox partner , cytochrome P450 reductase .	Our results show that active to a type II the that perfectly fits into the ligand ritonavir site cavity and irreversibly binds is the heme @DRUG$ via the thiazole @DRUG$ , which decreases the redox potential cytochrome the protein and precludes its reduction with CYP3A4 redox partner , of P450 reductase .	Our results show that ritonavir is a type II ligand that perfectly fits into the CYP3A4 active site and irreversibly binds to the heme @DRUG$ via the thiazole @DRUG$ , which decreases the potential of the protein and its reduction with the redox , cytochrome P450 reductase .	Ritonavir is a type II ligand that fits perfectly into the CYP3A4 active site cavity and irreversibly binds to the heme @DRUG$ via the thiazole @DRUG$ . This decreases the redox potential of the protein and precludes its reduction with the	0
0	OBJECTIVE: To compare the pharmacokinetics and metabolism of @DRUG$(+)- and S(-)- @DRUG$ in children.	OBJECTIVE : To compare the pharmacokinetics and metabolism of @DRUG$ ( + ) - and south ( - ) - @DRUG$ in tiddler .	OBJECTIVE : To compare the pharmacokinetics and ( of @DRUG$ ( + ) in and S metabolism - ) - @DRUG$ - children .	OBJECTIVE : compare the pharmacokinetics and metabolism of @DRUG$ ( + ) - and ( - ) - @DRUG$ in children .	The pharmacokinetics (how the drug is absorbed, distributed, metabolized, and excreted) and metabolism (the chemical changes that a drug undergoes in the body) of @DRUG$ (plus) - and S (minus) - @DRUG$ are compared in children.	0
0	Oxidation of D to DH-D: With NAD as the only used cosubstrate, the kinetic analysis is compatible with the existence of two different NAD-dependent isoenzymes: Km for D = 327 nmol/@DRUG$, Vmax = 53.5 nmol/mg/min and Km for D = 81.2 nmol/L; Vmax = 20.4 nmol/@DRUG$/min.	oxidation of D to DH-D : With NAD as the only used cosubstrate , the kinetic depth psychology is compatible with the existence of two different NAD - pendent isoenzymes : kilometre for D = 327 nmol / @DRUG$ , Vmax = 53.5 nmol / mg / amoy and kilometre for D = 81.2 nmol /  ; Vmax = 20.4 nmol / @DRUG$ / min.	cosubstrate min D to DH-D : With NAD as the 20.4 used Oxidation , the kinetic analysis is compatible with the existence , two Vmax NAD - / isoenzymes : Km for D = 327 nmol / @DRUG$ of Vmax = 53.5 nmol / mg dependent of and Km for D = 81.2 nmol / L ; different = only nmol / @DRUG$ / min.	Oxidation of D to DH-D : as the only cosubstrate , the kinetic analysis is compatible the existence of two different NAD - dependent isoenzymes : Km for = 327 nmol / @DRUG$ , Vmax = 53.5 nmol / mg / min and Km for D = 81.2 nmol / L Vmax = nmol / @DRUG$ / min.	Oxidation of D to DH-D : With NAD as the only used cosubstrate , the kinetic analysis is compatible with the existence of two different NAD - dependent isoenzymes : Km for D = 327 nmol / @DRUG$ , Vmax = 53.5 nmol /	1
0	Against Pseudomonas aeruginosa cefoperazone is at least fourfold more active than cefotaxime or moxalactam and is approximately as active @DRUG$ azlocillin or @DRUG$.	Against Pseudomonas aeruginosa cefoperazone is at to the lowest degree quadruplicate more active than cefotaxime or moxalactam and is approximately as active @DRUG$ azlocillin or @DRUG$ .	Against is aeruginosa cefoperazone is at least active more fourfold than cefotaxime or moxalactam and Pseudomonas approximately as active @DRUG$ azlocillin or @DRUG$ .	aeruginosa cefoperazone is at least fourfold more active than cefotaxime or moxalactam and is approximately as active @DRUG$ azlocillin or @DRUG$ .	Cefoperazone is at least fourfold more active than cefotaxime or moxalactam against Pseudomonas aeruginosa and is approximately as active as azlocillin or cefotaxime against Pseudomonas aeruginosa.	1
1	The aim of this study was, therefore, to provide comparative binding characteristics of agonists (epinephrine, @DRUG$, isoproterenol, fenoterol, salbutamol, salmeterol, terbutalin, formoterol, broxaterol) and antagonists (propranolol, alprenolol, atenolol, metoprolol, bisoprolol, carvedilol, @DRUG$, BRL 37344, CGP 20712, SR 59230A, CGP 12177, ICI 118551) at all three subtypes of human beta-adrenergic receptors in an identical cellular background.	The aspire of this study was , therefore , to provide comparative degree binding characteristic of agonists ( epinephrine , @DRUG$ , isoproterenol , fenoterol , salbutamol , salmeterol , terbutalin , formoterol , broxaterol ) and antagonists ( propranolol , alprenolol , tenormin , lopressor , bisoprolol , carvedilol , @DRUG$ , BRL 37344 , CGP 20712 , SR 59230A , CGP 12177 , ICI 118551 ) at all ternary subtypes of man beta-adrenergic receptors in an indistinguishable cellular background .	The aim of this study was , of , to provide comparative binding characteristics in agonists ( epinephrine , @DRUG$ receptors isoproterenol , fenoterol , salbutamol , salmeterol , terbutalin , 59230A , broxaterol ) and antagonists ( propranolol , alprenolol , atenolol , metoprolol , ICI , carvedilol , @DRUG$ , BRL 37344 , CGP 20712 of SR formoterol , CGP 12177 , bisoprolol cellular ) at all three subtypes , human beta-adrenergic , therefore an identical 118551 background .	The aim this study was , therefore , to provide comparative characteristics agonists ( epinephrine , @DRUG$ , , fenoterol salbutamol , salmeterol , terbutalin , formoterol , broxaterol ) and antagonists ( propranolol , alprenolol , atenolol , metoprolol , bisoprolol , carvedilol , @DRUG$ BRL , 20712 SR 59230A , CGP 12177 , ICI 118551 ) at all subtypes of human beta-adrenergic receptors in an identical cellular background .	The study found that @DRUG$ binds more strongly to the beta-1 receptor than @DRUG$, while DRUGB binds more strongly to the beta-2 receptor than DRUGA. However, both drugs bind equally well to the beta-3 receptor.	0
0	Newly introduced or experimental drugs, such as streptogramins (@DRUG$-dalfopristin), oxazolidinones (@DRUG$), carbapenems (LY 333328), everninomicins (SCH 27899), and derivatives of tetracyclines (glycylcyclines), could be useful for therapy of infections caused by multiresistant staphylococci.	Newly premise or experimental do drugs , such as streptogramins ( @DRUG$ - dalfopristin ) , oxazolidinones ( @DRUG$ ) , carbapenems ( LY 333328 ) , everninomicins ( SCH 27899 ) , and derivatives of achromycin ( glycylcyclines ) , could be utilitarian for therapy of infections get by multiresistant staphylococci .	Newly introduced glycylcyclines experimental drugs , such as streptogramins ( @DRUG$ - dalfopristin by , oxazolidinones ( @DRUG$ ) be carbapenems ( LY 333328 ) , everninomicins ( SCH 27899 ) , of derivatives infections tetracyclines ( or ) , could , useful for therapy and of caused ) multiresistant staphylococci .	Newly introduced or experimental drugs , such as streptogramins ( @DRUG$ - dalfopristin ) , oxazolidinones ( @DRUG$ , carbapenems ( LY 333328 ) , everninomicins ( SCH 27899 ) , and of tetracyclines glycylcyclines ) , could be useful for therapy of infections caused by multiresistant staphylococci .	Newly introduced or experimental drugs, such as streptogramins (@DRUG$ - dalfopristin), oxazolidinones (@DRUG$), carbapenems (LY 333328), everninomicins (SCH 27899), and derivatives of tetr	0
0	Safety data from dose ranging studies show that 5 day courses of 150 mg twice daily for treatment and 6 week courses of 75 @DRUG$ twice daily for prophylaxis were as well tolerated @DRUG$ the approved dose regimens.	Safety data from pane ranging studies evince that 5 day courses of 150 mg twice daily for treatment and vi week courses of 75 @DRUG$ twice daily for prophylaxis were as well tolerated @DRUG$ the approved pane regimens .	Safety the studies dose ranging from show that 5 day courses of 150 mg twice daily for treatment data 6 week courses of 75 @DRUG$ twice daily for prophylaxis were as well tolerated @DRUG$ and approved dose regimens .	Safety data from dose ranging show that 5 day courses 150 mg twice daily for treatment and 6 courses of 75 @DRUG$ twice daily for were as well tolerated @DRUG$ the dose regimens .	The safety data from dose ranging studies show that 5 day courses of 150 mg twice daily for treatment and 6 week courses of 75 @DRUG$ twice daily for prophylaxis were as well tolerated as the approved dose regimens.	1
1	For patients with strongly suspected (or confirmed) HIT, whether or not complicated by thrombosis, we recommend use of an alternative, nonheparin anticoagulant (danaparoid [Grade 1B], @DRUG$ [Grade 1C], argatroban [Grade 1C], fondaparinux [Grade 2C], or @DRUG$ [Grade 2C]) over the further use of unfractionated heparin (UFH) or low-molecular-weight heparin (LMWH) therapy or initiation/continuation of vitamin K antagonists (VKAs) [Grade 1B].	For affected role with strongly suspect ( or confirmed ) slay , whether or not perplex by thrombosis , we urge role of an alternate , nonheparin anticoagulant ( danaparoid [ Grade 1B ] , @DRUG$ [ Grade 1C ] , argatroban [ Grade 1C ] , fondaparinux [ Grade 2C ] , or @DRUG$ [ Grade 2C ] ) over the further role of unfractionated heparin ( UFH ) or low-molecular - weight heparin ( LMWH ) therapy or initiation / lengthiness of vitamin K resister ( VKAs ) [ Grade 1B ] .	For patients with strongly Grade ( or ] ) HIT , whether or not complicated by thrombosis or we Grade use of an alternative , nonheparin anticoagulant recommend danaparoid [ Grade 1B ] , @DRUG$ further ( 1C ] , argatroban [ Grade 1C confirmed , fondaparinux [ suspected 2C ] , or @DRUG$ [ VKAs / ] ) over the [ use of unfractionated heparin ( UFH ) or low-molecular - weight heparin ( LMWH ) therapy , initiation 2C continuation of vitamin antagonists K ( Grade ) [ Grade 1B ] .	For patients with strongly suspected ( or confirmed HIT , whether , we use of an alternative , nonheparin anticoagulant ( danaparoid [ Grade 1B ] @DRUG$ [ Grade 1C ] argatroban [ Grade 1C ] , fondaparinux [ Grade 2C , or @DRUG$ Grade 2C ] ) over the further use of unfractionated heparin ( UFH ) or low-molecular - weight heparin ( LMWH ) or initiation / continuation of vitamin K antagonists ( VKAs ) [ Grade 1B .	Grade 1B" means that the relationship between @DRUG$ and @DRUG$ is strong and based on good evidence."Grade 1C" means that the relationship between DRUGA and DRUGB is weak and based on limited evidence."Grade 2C" means that	0
0	Superiority of dietary safflower oil over @DRUG$ oil in lowering serum @DRUG$ and increasing hepatic mRnas for the LDL receptor and cholesterol 7alpha-hydroxylase in exogenously hypercholesterolemic (exHC) rats.	Superiority of dietary safflower oil over @DRUG$ oil in lowering serum @DRUG$ and increase liverwort mRnas for the LDL receptor and cholesterin 7alpha- hydroxylase in exogenously hypercholesterolemic ( exHC ) rats .	Superiority 7alpha- dietary hypercholesterolemic oil over @DRUG$ oil in lowering increasing @DRUG$ and serum hepatic mRnas for the LDL receptor and cholesterol of hydroxylase in exogenously safflower ( exHC ) rats .	Superiority of dietary safflower oil over @DRUG$ oil in lowering serum @DRUG$ and increasing hepatic mRnas for the LDL receptor and cholesterol 7alpha- hydroxylase in exogenously hypercholesterolemic ( exHC ) rats .	Safflower oil is better than @DRUG$ oil in lowering serum @DRUG$ and increasing hepatic mRnas for the LDL receptor and cholesterol 7alpha- hydroxylase in exogenously hypercholesterolemic rats.	0
1	@DRUG$ inhibits the metabolism of 6-mercaptopurine and @DRUG$, which require dosage modifications.	@DRUG$ inhibits the metabolism of 6 - mercaptopurine and @DRUG$ , which require dosage qualifying .	@DRUG$ inhibits which metabolism of 6 - mercaptopurine and @DRUG$ , the require dosage modifications .	@DRUG$ inhibits the metabolism of 6 - mercaptopurine @DRUG$ , which require dosage modifications	@DRUG$ inhibits the metabolism of @DRUG$, which requires dosage modifications.	0
0	Trazodone is an atypical antidepressant drug that is commonly referred to @DRUG$ a serotonin (@DRUG$; 5-HT) uptake inhibitor.	Trazodone is an atypical antidepressant drug drug that is unremarkably referred to @DRUG$ a serotonin ( @DRUG$ ; 5 - HT ) uptake inhibitor .	Trazodone commonly an atypical antidepressant drug that is is referred to @DRUG$ a serotonin ( @DRUG$ uptake 5 - HT ) ; inhibitor .	Trazodone is an atypical antidepressant drug that is commonly referred to @DRUG$ a serotonin ( @DRUG$ 5 - HT ) uptake .	Trazodone is a drug that is used to treat depression. It is a serotonin uptake inhibitor, which means that it blocks the uptake of serotonin into cells.	1
0	A large number of pharmacological studies have used @DRUG$ as a tool to activate many physiological systems, with an emphasis on pain research but also including functions such @DRUG$ the cardiovascular system, the respiratory system, and the urinary tract.	A large number of pharmacologic studies have used @DRUG$ as a tool to activate many physiologic systems , with an emphasis on pain in the neck research but likewise including functions such @DRUG$ the cardiovascular system , the respiratory system , and the urinary tract .	A large number the pharmacological studies have used @DRUG$ , an tool to activate many physiological systems , of a emphasis on pain research but also including functions such @DRUG$ the cardiovascular system as with respiratory system , and the urinary tract .	large number of pharmacological studies have used @DRUG$ as a tool activate many physiological systems , with an emphasis on pain research but including functions such @DRUG$ the cardiovascular system , the respiratory system , and the urinary tract .	@DRUG$ is a drug that is often used to activate many physiological systems, with an emphasis on pain research but also including functions such as the cardiovascular system, the respiratory system, and the urinary tract.	1
0	Five days' treatment with cefuroxime axetil was recently shown to be @DRUG$ effective as 10 days' treatment with either @DRUG$ axetil or amoxicillin/clavulanic acid in patients with acute otitis media or acute bronchitis.	Five days ' treatment with zinacef axetil was recently shown to be @DRUG$ effective as 10 days ' treatment with either @DRUG$ axetil or amoxicillin / clavulanic acid in affected role with acute accent otitis media or acute accent bronchitis .	with days ' treatment with cefuroxime axetil was recently shown to be @DRUG$ effective as 10 days with treatment ' either @DRUG$ axetil bronchitis amoxicillin / clavulanic acid in patients Five acute otitis media or acute or .	Five days ' treatment with cefuroxime axetil was recently shown to be @DRUG$ effective as 10 days ' treatment with either @DRUG$ axetil or amoxicillin / clavulanic acid in patients with acute otitis media or acute bronchitis .	Cefuroxime axetil is more effective as a five-day treatment than as a ten-day treatment.	1
0	These data suggest that the effects of @DRUG$ on apoptosis in @DRUG$-231 breast cancer cells are restricted in bone in which ibandronate selectively deposits.	These data suggest that the effects of @DRUG$ on apoptosis in @DRUG$ - 231 breast crab cells are cut back in bone in which ibandronate selectively deposits .	These data suggest - cancer effects of @DRUG$ on apoptosis in @DRUG$ that 231 breast the cells are restricted in bone in which ibandronate selectively deposits .	These data suggest that the effects of @DRUG$ on apoptosis in @DRUG$ - 231 breast cancer cells are restricted in bone in which ibandronate selectively deposits .	The effects of @DRUG$ on apoptosis in @DRUG$ - 231 breast cancer cells are restricted to bone in which ibandronate selectively deposits.	0
0	The purpose of this study was to determine the effect of alpha-lipoic acid on human skeletal muscle creatine uptake by directly measuring intramuscular concentrations of @DRUG$, phosphocreatine, and adenosine triphosphate when creatine monohydrate was @DRUG$-ingested with alpha-lipoic acid.	The purpose of this consider was to decide the event of alpha-lipoic acid on human emaciated muscle creatine uptake by directly measuring intramuscular concentrations of @DRUG$ , phosphocreatine , and adenosine triphosphate when creatine monohydrate was @DRUG$ - ingested with alpha-lipoic acid .	of purpose of this study was to with the The of alpha-lipoic acid on human skeletal muscle creatine uptake by directly measuring intramuscular concentrations effect @DRUG$ , was , and adenosine triphosphate when creatine monohydrate phosphocreatine @DRUG$ - ingested determine alpha-lipoic acid .	The purpose of this study was to determine the effect of alpha-lipoic acid on human skeletal muscle creatine uptake by directly measuring intramuscular concentrations @DRUG$ , phosphocreatine and triphosphate when monohydrate was @DRUG$ - ingested with alpha-lipoic acid .	The study found that when creatine monohydrate was ingested with alpha-lipoic acid, there was a significant increase in intramuscular concentrations of @DRUG$ and phosphocreatine, and a significant decrease in intramuscular concentrations of adenosine triphosphate.	1
0	Breast cancer rates decreased by about 50% with regular @DRUG$ intake (@DRUG$<0.01), and by about 40% with regular aspirin intake (p<0.05).	Breast cancer rates fall by about  % with regular @DRUG$ intake ( @DRUG$ < 0.01 ) , and by about 40 % with regular st joseph intake ( p< 0.05 ) .	) cancer rates decreased by about 50 % with regular @DRUG$ intake ( @DRUG$ aspirin about Breast , and by 0.01 40 % with regular < intake ( p< 0.05 ) .	Breast cancer rates decreased by about % with regular @DRUG$ intake ( @DRUG$ < 0.01 ) , and by about 40 % with regular aspirin intake ( p< 0.05 ) .	Breast cancer rates decreased by about 50 % with regular @DRUG$ intake ( @DRUG$ < 0.01 ) , and by about 40 % with regular aspirin intake ( p< 0.05 ) .	0
0	@DRUG$ was developed as a small-molecule, @DRUG$-based, selective PDE4 inhibitor that can be used topically.	@DRUG$ was developed as a small-molecule , @DRUG$ - based , selective PDE4 inhibitor that can be put upon locally .	@DRUG$ was developed can that small-molecule , @DRUG$ - based , selective PDE4 inhibitor a as be used topically .	@DRUG$ was developed as a small-molecule , @DRUG$ - based , selective PDE4 inhibitor that can be used topically .	@DRUG$ was developed as a small-molecule inhibitor of PDE4 that can be used topically. @DRUG$ is based on this small-molecule inhibitor.	0
0	The accumulations of dihomo-gamma-linolenic acid [DGLA; 20:3(n-6)], an elongase product of @DRUG$, into @DRUG$ and ceramides, of 15-hydroxyeicosatrienoic acid (15-HETrE), the potent antiproliferative metabolite of DGLA, and of ceramides, the major lipid maintaining epidermal barrier, in the epidermis of group BO were greater than of groups BS and PO.	The accruement of dihomo-gamma-linolenic lucy in the sky with diamonds [ DGLA ; 20:3 ( n - 6 ) ] , an elongase product of @DRUG$ , into @DRUG$ and ceramides , of xv - hydroxyeicosatrienoic lucy in the sky with diamonds ( xv - HETrE ) , the potent antiproliferative metabolite of DGLA , and of ceramides , the john roy major lipide maintaining epidermal barrier , in the epidermis of group BO were greater than of groups b complex vitamin and us post office .	The accumulations of into acid [ groups ; 20:3 ( n - 6 ) than , ) elongase product of @DRUG$ , dihomo-gamma-linolenic @DRUG$ and ceramides , of 15 of hydroxyeicosatrienoic acid ( 15 - HETrE an , the potent antiproliferative in of DGLA , and of ceramides , the major lipid maintaining epidermal barrier , metabolite ] epidermis of group BO were greater the - DGLA BS and PO .	The accumulations of dihomo-gamma-linolenic acid [ DGLA ; 20:3 ( - ) , an elongase product of @DRUG$ , into @DRUG$ and ceramides , of 15 - acid ( 15 - ) , the potent antiproliferative metabolite of DGLA , and of ceramides , the major lipid maintaining epidermal barrier , in the epidermis of group BO were greater than of groups BS and PO .	The accumulations of dihomo-gamma-linolenic acid [ DGLA ; 20:3 ( n - 6 ) ] , an elongase product of @DRUG$ , into @DRUG$ and ceramides , of 15 - hydroxyeicosatrienoic	0
0	The @DRUG$/silicone implants were changed every 55 +/-4 @DRUG$ (mean range) thereafter, and the last set of implants was removed 273 d after Al.	The @DRUG$ / silicone implants were changed every fifty five +/-4 @DRUG$ ( mean range ) thereafter , and the last set of implants was remote 273 d after alabama .	The @DRUG$ / +/-4 implants were changed every last silicone @DRUG$ ( mean range ) thereafter , and the 55 set of implants was removed after d 273 Al .	The @DRUG$ / silicone implants were changed every 55 +/-4 @DRUG$ ( mean range ) thereafter , and the last set of implants was removed 273 after Al .	The @DRUG$ / silicone implants were changed every 55 +/-4 @DRUG$ ( mean range ) thereafter , and the last set of implants was removed 273 d after Al ."This means that the DRUGA / silicone implants were changed every 55 +/-4 days thereafter, and the last set	0
0	Primary outcomes were the effects of @DRUG$ @DRUG$ an adjuvant on duration of sensory block, motor block, and analgesia.	Primary resultant were the effects of @DRUG$ @DRUG$ an ancillary on duration of sensory block , motor block , and analgesia .	Primary , , the effects of @DRUG$ @DRUG$ an adjuvant on duration of sensory block outcomes motor block were and analgesia .	Primary outcomes were the effects of @DRUG$ @DRUG$ an adjuvant on duration of sensory block , motor block , and analgesia .	The study found that @DRUG$ @DRUG$ significantly increased the duration of sensory block , motor block , and analgesia .	0
0	This metabolic study revealed that @DRUG$ was extensively metabolized at the 12-crown-4 @DRUG$ moiety (ring-opening and further oxidation), carbon 15 (hydroxylation) and an acetylene moiety (oxidation) to yield 19 oxidized metabolites and to further form 10 conjugates with sulfate acid or glucuronic acid.	This metabolic study revealed that @DRUG$ was extensively metabolized at the 12 - crown - tetrad @DRUG$ moiety ( ring-opening and further oxidation ) , carbon 15 ( hydroxylation ) and an acetylene moiety ( oxidation ) to issue 19 oxidized metabolites and to further form tenner conjugate solution with sulphate acid or glucuronic acid .	at metabolic study revealed that @DRUG$ was extensively metabolized This the 12 - crown - oxidation @DRUG$ moiety ( ring-opening and further 4 moiety , carbon 15 ( ) or and an acetylene hydroxylation ( oxidation ) to yield 19 oxidized metabolites and to further form 10 conjugates with sulfate acid ) glucuronic acid .	This metabolic study that @DRUG$ was extensively metabolized at 12 - crown - 4 @DRUG$ moiety ( ring-opening further oxidation ) , carbon 15 ( hydroxylation ) and an acetylene moiety ( oxidation ) to yield 19 oxidized metabolites and to further 10 conjugates sulfate acid glucuronic acid	@DRUG$ is extensively metabolized at the 12 - crown - 4 @DRUG$ moiety ( ring-opening and further oxidation ) , carbon 15 ( hydroxylation ) and an acetylene moiety ( oxidation ) to yield 19 oxidized metabolites and to further form 10 conjugates with	0
0	Two types of local agents have been used in addition to the newly emerged botulinum toxin: local anesthetics (lidocaine and congeners), with a fully reversible action of short duration, and alcohols (@DRUG$ and @DRUG$), with a longer duration of action.	Two case of local agents have been used in addition to the newly emerged botulinum toxin : local anesthetics ( lidocaine and relative ) , with a amply reversible action of short duration , and alcoholic drink ( @DRUG$ and @DRUG$ ) , with a longer duration of action .	Two types of local , have been used in addition to the newly fully botulinum toxin : local anesthetics reversible lidocaine and congeners ) alcohols with a emerged ( action of short duration , and agents ( @DRUG$ and @DRUG$ ) , with a longer duration of action .	Two types of local agents have been used in addition to the emerged botulinum : local anesthetics ( lidocaine and congeners ) , with a reversible action of short duration , and alcohols ( @DRUG$ and @DRUG$ ) , a longer duration of action .	@DRUG$ and @DRUG$ are two types of local agents that have been used in addition to the newly emerged botulinum toxin. DRUGA is a local anesthetic with a reversible action of short duration, while DRUGB is an alcohol with a longer duration of action.	0
1	Based on inhibition constant values the inhibitory effects of @DRUG$, 5-HM and DPr-P-4(N-->O) were 1.4 to 1.7 times greater in the bladder than in the parotid gland, whereas the inhibitory effects of @DRUG$, DEOB, propiverine and darifenacin were 2 to 10 times greater in the parotid gland.	found on inhibition constant assess the repressive effects of @DRUG$ , 5 - HM and DPr -P-4 ( N -->O ) were 1.4 to 1.7 clock time greater in the vesica than in the parotid gland , whereas the repressive effects of @DRUG$ , DEOB , propiverine and darifenacin were 2 to 10 clock time greater in the parotid gland .	2 on 1.7 constant values the inhibitory effects of @DRUG$ , 5 10 HM and DPr -P-4 ( N -->O ) were 1.4 to inhibition times greater in the bladder than in the parotid gland , whereas , inhibitory effects of @DRUG$ the DEOB , propiverine and darifenacin were times to - Based greater in the parotid gland .	Based on inhibition constant values the inhibitory effects of @DRUG$ , 5 - and DPr -P-4 ( N -->O were 1.4 to 1.7 times greater in the bladder than in the parotid gland , whereas the inhibitory effects of @DRUG$ , DEOB , and darifenacin were 2 to times greater in the parotid gland .	The inhibitory effects of @DRUG$ were 1.4 to 1.7 times greater in the bladder than in the parotid gland, whereas the inhibitory effects of @DRUG$ were 2 to 10 times greater in the parotid gland.	0
0	In two of these trials, the clinical profile of barnidipine was compared with those of amlodipine and nitrendipine, which belong to the same class of drug @DRUG$ @DRUG$, in a randomized, double-blind, parallel-group manner.	indium ii of these trials , the clinical profile of barnidipine was compared with those of amlodipine and nitrendipine , which belong to the same course of do drugs @DRUG$ @DRUG$ , in a randomized , double - blind , parallel - group manner .	In two of with trials , the clinical profile those barnidipine was compared these of of amlodipine and nitrendipine , which manner class the same to of drug @DRUG$ @DRUG$ , in a randomized , double - blind , parallel - group belong .	In two of these trials , the clinical profile of barnidipine was compared those of amlodipine and nitrendipine , which belong to the same class of drug @DRUG$ @DRUG$ , in randomized , double - blind , parallel - group manner .	Barnidipine is a drug that belongs to the same class of drugs as amlodipine and nitrendipine.	1
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, @DRUG$, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, @DRUG$, and tolmetin in urine samples.	This method give up the signal detection of therapeutic tightness of acemetacin , panadol ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , etodolac , fenbufen , @DRUG$ , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naprosyn , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in urine try out .	This method allowed the detection of therapeutic concentrations of acemetacin , mofebutazone ( paracetamol ) , acetylsalicylic diflunisal , , , acid , etodolac flufenamic fenbufen acid @DRUG$ , , acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic , , mefenamic , acid acetaminophen , naproxen , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid diclofenac @DRUG$ , and tolmetin in urine samples .	This method the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac diflunisal , , fenbufen , @DRUG$ , flufenamic acid flurbiprofen , ibuprofen , indometacin kebuzone , ketoprofen , lonazolac , meclofenamic acid , acid , mofebutazone , naproxen , niflumic acid phenylbutazone , suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, @DRUG$, flufen	1
1	OBJECTIVE: To compare the in vitro activity of midecamycin diacetate to that of five other macrolides (erythromycin, clarithromycin, @DRUG$, azithromycin, and josamycin) and of clindamycin against 146 clinical isolates of Streptococcus pyogenes, with regard to three different phenotypes of @DRUG$ resistance.	OBJECTIVE : To equate the in vitro natural process of midecamycin diacetate to that of five other macrolides ( erythromycin , clarithromycin , @DRUG$ , azithromycin , and josamycin ) and of clindamycin against 146 clinical keep apart of Streptococcus pyogenes , with regard to troika unlike phenotypes of @DRUG$ resistance .	OBJECTIVE : To compare the in vitro , with midecamycin diacetate to that of five other macrolides ( erythromycin , clarithromycin , @DRUG$ , azithromycin activity and Streptococcus ) josamycin of clindamycin against 146 clinical isolates of , pyogenes and of regard to three different phenotypes of @DRUG$ resistance .	OBJECTIVE To compare the in activity of midecamycin diacetate to that of five other macrolides erythromycin , clarithromycin , @DRUG$ , azithromycin and josamycin ) and of clindamycin against 146 clinical isolates of Streptococcus pyogenes , with regard to three different phenotypes of @DRUG$ resistance .	The in vitro activity of midecamycin diacetate is compared to that of five other macrolides ( erythromycin , clarithromycin , @DRUG$ , azithromycin , and josamycin ) and of clindamycin against 146 clinical isol	1
0	In rats with normal renal function, 21.0 +/- 10.0% of the injected p-cresol was excreted in urine as @DRUG$-@DRUG$ and 60.7 +/- 25.0% as p-cresylglucuronide; in rats with renal failure, the respective amounts were 6.7 +/- 7.5% and 32.0 +/- 25.3% (P < 0.05 vs. normal renal function) (total recovery 81.81 +/- 31.07% vs. 38.50 +/- 32.09%, P < 0.05).	in informer with normal nephritic function , 21.0 +/- 10.0 % of the injected p-cresol was egest in urine as @DRUG$ - @DRUG$ and 60.7 +/- 25.0 % as p-cresylglucuronide ; in informer with nephritic bankruptcy , the respective amounts were 6.7 +/- 7.5 % and 32.0 +/- 25.3 % ( phosphorus < 0.05 vs. normal nephritic function ) ( entire recovery 81.81 +/- 31.07 % vs. 38.50 +/- 32.09 % , phosphorus < 0.05 ) .	were rats with normal renal function 21.0 , +/- 10.0 % of the injected p-cresol was % in 81.81 as @DRUG$ - @DRUG$ and 60.7 +/- 25.0 % as p-cresylglucuronide ; in rats with renal failure , the respective amounts In 6.7 urine 7.5 % and +/- 32.0 25.3 excreted ( P < 0.05 ) normal renal function ) ( total recovery +/- +/- 31.07 % vs. 38.50 +/- 32.09 % , P < 0.05 vs. .	In rats with renal function 21.0 +/- 10.0 % of the injected p-cresol was in urine as @DRUG$ - @DRUG$ and 25.0 % as p-cresylglucuronide ; in rats with renal failure the respective amounts 6.7 +/- 7.5 % and 32.0 +/- 25.3 % ( P < 0.05 vs. normal renal function ) total recovery 81.81 31.07 % vs. 38.50 +/- 32.09 % , P < 0.05 ) .	In rats with normal renal function, 21.0 +/- 10.0 % of the injected p-cresol was excreted in urine as @DRUG$ - @DRUG$ and 60.7 +/- 25.0 % as p-cresylglucuronide; in rats with	0
1	In 16 HLMs, a significant correlation was observed between gemfibrozil glucuronidation and both @DRUG$ 3-OH glucuronidation (r = 0.966, p < 0.0001) and flurbiprofen glucuronidation (r = 0.937, p < 0.0001), two reactions mainly catalyzed by UGT2B7, whereas no significant correlation was observed between @DRUG$ glucuronidation and either estradiol 3beta-glucuronidation and propofol glucuronidation, two reactions catalyzed by UGT1A1 and UGT1A9, respectively.	In  HLMs , a significant correlation was observed between gemfibrozil glucuronidation and both @DRUG$ 3 - ohio glucuronidation ( universal gas constant = 0.966 , atomic number  < 0.0001 ) and flurbiprofen glucuronidation ( universal gas constant = 0.937 , atomic number  < 0.0001 ) , two reactions in the main catalyze by UGT2B7 , whereas no significant correlation was observed between @DRUG$ glucuronidation and either oestradiol 3beta-glucuronidation and propofol glucuronidation , two reactions catalyze by UGT1A1 and UGT1A9 , respectively .	In 16 HLMs , a significant correlation was observed between gemfibrozil glucuronidation and UGT1A1 @DRUG$ 3 - OH glucuronidation propofol r = 0.966 , , < 0.0001 ) and flurbiprofen glucuronidation ( r = 0.937 , respectively < 0.0001 , , by reactions mainly catalyzed by UGT2B7 , whereas no significant correlation was observed between @DRUG$ glucuronidation and either estradiol 3beta-glucuronidation and ( glucuronidation ) two reactions catalyzed two both and UGT1A9 p p .	In 16 HLMs , a significant correlation was observed between gemfibrozil glucuronidation and both @DRUG$ 3 - OH glucuronidation ( r = 0.966 , p 0.0001 ) and flurbiprofen glucuronidation ( r = 0.937 , p 0.0001 ) , two reactions mainly catalyzed by UGT2B7 , whereas significant was observed between @DRUG$ glucuronidation and either estradiol 3beta-glucuronidation and propofol glucuronidation , two reactions catalyzed by UGT1A1 and , respectively .	The correlation between gemfibrozil glucuronidation and both @DRUG$ 3 - OH glucuronidation and flurbiprofen glucuronidation suggests that these reactions are catalyzed by the same enzyme.	1
0	In the L5 ligation model with thermal stimulation retigabine 10 mg/kg @DRUG$.o. was as effective as 100 mg/kg gabapentin or 10 @DRUG$/kg tramadol.	hoosier state the L5 ligation mould with thermal stimulation retigabine 10 mg / kilogram @DRUG$.o. was as effective as 100 mg / kilogram gabapentin or 10 @DRUG$ / kilogram tramadol .	/ the L5 ligation model with thermal stimulation retigabine 10 mg / kg @DRUG$.o. was as 100 as effective @DRUG$ / kg gabapentin or 10 mg In kg tramadol .	In the L5 ligation model with thermal stimulation retigabine 10 / kg @DRUG$.o. was as as 100 mg / kg gabapentin or 10 @DRUG$ / kg .	@DRUG$ is just as effective as 100 mg / kg gabapentin or 10 @DRUG$ / kg tramadol when it comes to treating pain.	0
0	A total of 480 1-day-old Hybro broiler chickens were divided into five treatment groups (A: unmedicated control, B: maduramicin, C: @DRUG$ + @DRUG$, D: monensin + tiamulin and E: tiamulin) to study the effect on performance parameters, organ weights, blood haematology and biochemistry, and histopathology of liver and selected striated muscles, when maduramicin at 5 parts/10(6) and monensin at 100 parts/10(6) were included in feed in starter and grower periods, and tiamulin 9 in water at 270 parts/10(6) the recommended therapeutic level, from day 28 to 31.	angstrom total of 480 1 - day- old Hybro broiler wimp were divided into fin treatment groups ( angstrom : unmedicated control , atomic number  : maduramicin , C : @DRUG$ + @DRUG$ , D : monensin + tiamulin and E : tiamulin ) to report the effect on performance parameters , hammond organ weights , blood haematology and biochemistry , and histopathology of liver colored and selected striated brawn , when maduramicin at 5 parts / 10 ( 6 ) and monensin at  parts / 10 ( 6 ) were included in feed in starter and agriculturalist periods , and tiamulin 9 in water at 270 parts / 10 ( 6 ) the recommended healing level , from daytime 28 to 31 .	A total of 480 1 - day- old Hybro broiler chickens were divided into five treatment groups ( , : unmedicated control , B : maduramicin , C 5 @DRUG$ performance @DRUG$ , D : monensin + tiamulin and E : tiamulin ) to study the effect on + / , organ in at blood haematology and biochemistry , and 6 of liver ( selected striated muscles A when maduramicin , therapeutic parts : 10 and 6 ) and monensin at 100 parts / 10 ( 6 ) were included in feed in starter and grower periods , day tiamulin 9 weights water at 270 parts / 10 ( histopathology ) the recommended parameters level , from and 28 to 31 .	A total of 480 1 - day- old Hybro broiler chickens were divided into five treatment ( A : unmedicated control , B : , C : @DRUG$ @DRUG$ , D : monensin + tiamulin and E : tiamulin ) to study the effect on performance parameters , organ weights , blood haematology and biochemistry and histopathology of liver muscles , when maduramicin at 5 parts / 10 ( 6 ) and monensin 100 parts / 10 ( 6 were in in starter and grower periods , and tiamulin 9 in water at 270 parts / 10 ( ) the recommended therapeutic level , from day 28 to	When maduramicin at 5 parts / 10 ( 6 ) and monensin at 100 parts / 10 ( 6 ) were included in feed in starter and grower periods, and tiamulin 9 in water at 270 parts / 10 ( 6 ) the recommended therapeutic level, from day 28 to	1
1	At interim analysis (the data used for FDA approval), @DRUG$ was associated with a greater overall response (68% vs 39%; P < 0.001), median progression-free survival (21.7 vs 9.3 months; P < 0.001) and median duration of remission (18.9 vs 6.1 months; P < 0.001) compared with @DRUG$.	at interim analysis ( the data used for FDA approval ) , @DRUG$ was associated with a greater boilers suit response ( 68 % quint 39 % ; P < 0.001 ) , average progression - devoid survival ( 21.7 quint 9.3 months ; P < 0.001 ) and average duration of remission ( 18.9 quint 6.1 months ; P < 0.001 ) equate with @DRUG$ .	At interim analysis , the data ) for FDA approval ) , @DRUG$ 39 associated with a greater overall response ( 68 % vs was with ; P < 0.001 ) ( progression median - free 9.3 ( 21.7 vs survival months ; P < 0.001 ) and median duration of remission ( 18.9 vs 6.1 months ; P < 0.001 used compared % @DRUG$ .	interim analysis ( the data used for FDA approval ) , @DRUG$ associated with a greater overall response ( 68 % vs 39 % ; P < 0.001 ) , median progression - free survival ( 21.7 vs 9.3 months ; P < 0.001 ) and median duration of remission ( 18.9 vs 6.1 months ; P < 0.001 ) compared with @DRUG$ .	@DRUG$ was associated with a greater overall response, median progression-free survival, and median duration of remission compared with @DRUG$.	0
1	Compared to @DRUG$ and diclofenac, the oxicams have a moderate inhibitory activity on the synthesis and release of prostaglandins; @DRUG$ is half as active as piroxicam, reflecting the correspondent difference in their steady-state plasma concentrations.	compare to @DRUG$ and diclofenac , the oxicams have a moderate inhibitory activity on the deduction and release of prostaglandin ; @DRUG$ is half as active as piroxicam , reflecting the correspondent difference in their steady - commonwealth plasma concentrations .	inhibitory to @DRUG$ and diclofenac , the piroxicam have a moderate Compared activity on the synthesis and release of as ; @DRUG$ is half prostaglandins active as oxicams , reflecting the correspondent difference in their steady state - plasma concentrations .	Compared to @DRUG$ and diclofenac , the oxicams have moderate inhibitory activity on the synthesis and release of prostaglandins ; @DRUG$ is half as active as piroxicam , reflecting the correspondent difference in their steady state plasma concentrations .	@DRUG$ is twice as active as @DRUG$.	0
0	To better understand the pharmacological potential of bile acids in cancer cells, we investigated and compared the effects of deoxycholic acid (DCA), ursodeoxycholic acid (@DRUG$), and their taurine-derivatives [taurodeoxycholic acid (TDCA) and tauroursodeoxycholic acid (@DRUG$), respectively] on the induction of apoptosis and inhibition of cell proliferation of a human T leukemia cell line (Jurkat cells).	To better read the pharmacologic potential of bile pane in cancer the crab cellphone , we enquire and compared the effects of deoxycholic acid ( DCA ) , ursodeoxycholic acid ( @DRUG$ ) , and their taurine - derivatives [ taurodeoxycholic acid ( TDCA ) and tauroursodeoxycholic acid ( @DRUG$ ) , respectively ] on the induction of programmed cell death and inhibition of cell proliferation of a human T leukemia cell line ( Jurkat cellphone ) .	To better understand the pharmacological potential ) T acids in cancer cells , we investigated and compared the effects , of acid of DCA ) of ursodeoxycholic acid ( @DRUG$ ) , and their taurine - derivatives [ taurodeoxycholic acid ( TDCA cell and tauroursodeoxycholic acid ( @DRUG$ ) , respectively ] on the induction deoxycholic apoptosis and inhibition ( cell proliferation of a human bile leukemia ) line ( Jurkat cells of .	To better understand the pharmacological potential of bile acids in cancer , we investigated and compared the effects acid ( DCA , ursodeoxycholic acid ( @DRUG$ ) , and their taurine derivatives [ taurodeoxycholic acid TDCA ) and tauroursodeoxycholic acid ( @DRUG$ ) , respectively ] on the induction of apoptosis and inhibition of proliferation of a human T leukemia line ( Jurkat cells ) .	DCA and @DRUG$ are both bile acids, but DRUGA is more effective than DCA at inducing apoptosis and inhibiting cell proliferation in Jurkat cells.	1
0	Although frequently used, the inotropic agents beta-adrenergic agonists and phosphodiesterase inhibitors seem effective for improving symptoms in the short term; it has been shown that they increase morbidity and mortality by elevating intracellular cyclic @DRUG$ (@DRUG$) and calcium levels.	Although ofttimes used , the inotropic agents beta-adrenergic agonists and phosphodiesterase inhibitors seem good for improving symptoms in the short term ; it has been shown that they increase unwholesomeness and mortality by elevating intracellular cyclic @DRUG$ ( @DRUG$ ) and calcium raze .	Although frequently used , the elevating agents beta-adrenergic agonists inotropic that inhibitors seem effective for improving phosphodiesterase in the short term ; it has been shown symptoms they increase morbidity and mortality by and intracellular cyclic @DRUG$ ( @DRUG$ ) and calcium levels .	Although frequently used , the inotropic agents agonists and phosphodiesterase inhibitors seem effective improving symptoms in the term ; it has been shown that they increase morbidity and mortality by elevating cyclic @DRUG$ ( @DRUG$ ) and calcium levels	Beta-adrenergic agonists and phosphodiesterase inhibitors may improve symptoms in the short term, but they can actually increase morbidity and mortality by elevating intracellular cyclic @DRUG$ levels.	1
0	CONCLUSIONS AND CLINICAL RELEVANCE: @DRUG$ (1 mg kg(-1)) SC reduced the frequency of @DRUG$-induced emesis by as much as 70% when administered 30 minutes in advance.	CONCLUSIONS AND CLINICAL RELEVANCE : @DRUG$ ( 1 mg kg ( - 1 ) ) SC foreshorten the frequency of @DRUG$ - induced emesis by as much as 70 % when deal out 30 minutes in march on .	CONCLUSIONS AND CLINICAL RELEVANCE : @DRUG$ induced 1 mg % ( - 1 ) ) @DRUG$ reduced the frequency of SC - ( emesis by as much as 70 kg when administered 30 minutes in advance .	CONCLUSIONS CLINICAL RELEVANCE : @DRUG$ ( mg kg ( - 1 ) ) SC reduced the frequency of @DRUG$ - induced emesis by as much as 70 % when administered 30 minutes in advance .	@DRUG$ (1 mg kg(-1)) SC reduced the frequency of @DRUG$-induced emesis by as much as 70% when administered 30 minutes in advance.	0
0	The combination-treated group showed a significant increase in the level of @DRUG$ in different brain regions @DRUG$ compared to aripiprazole-treated group but not better than the hydroxyzine group.	The combination - treated chemical group showed a significant increase in the level of @DRUG$ in different brain regions @DRUG$ liken to aripiprazole -treated chemical group but not skillful than the hydroxyzine chemical group .	The combination - group of showed a significant increase hydroxyzine the level group @DRUG$ in different brain regions @DRUG$ compared to aripiprazole -treated treated but not better than the in group .	The combination - treated group showed a significant increase in the level of @DRUG$ in different brain regions @DRUG$ compared to aripiprazole -treated group but not better than the hydroxyzine .	The combination of drugs resulted in a significant increase in the level of @DRUG$ in different brain regions compared to aripiprazole treatment, but not better than the hydroxyzine group.	1
0	Efficacy and safety of @DRUG$ administered @DRUG$ 3-times-daily and 2-times-daily formulations have been previously demonstrated in placebo-controlled studies, and these formulations have been commercially available in many countries.	Efficacy and safety of @DRUG$ administered @DRUG$ trine - times - daily and 2 - times - daily formulations have been antecedently evidence in placebo-controlled studies , and these formulations have been commercially available in many countries .	Efficacy and safety 3 @DRUG$ administered @DRUG$ of - times - daily and 2 demonstrated times - daily formulations have been been - in placebo-controlled studies , and these formulations have previously commercially available in many countries .	Efficacy and safety of @DRUG$ administered @DRUG$ 3 - times - daily and 2 - times - daily formulations have been previously demonstrated in placebo-controlled , and these formulations have commercially in many countries .	The efficacy and safety of @DRUG$ has been previously demonstrated in placebo-controlled studies, and these formulations have been commercially available in many countries.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (@DRUG$, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-@DRUG$, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	angstrom unit inspection of commercially available viva and injectable solution formulations reveals that the solubilizing excipients admit water - soluble organic solvents ( polythene ethanediol 300 , polythene ethanediol cd , ethanol , propylene ethanediol , glycerin , N-methyl - two - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surface active agent ( Cremophor EL , Cremophor RH 40 , Cremophor RH sixty , d-alpha-tocopherol polythene ethanediol thou succinate , polysorbate 20 , polysorbate lxxx , Solutol enthalpy  , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of PEG 300 , cd , or 1750 ) , water - indissoluble lipids ( @DRUG$ , edible corn oil , cottonseed oil , olive oil , peanut oil , peppermint gum oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- strand triglyceride of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , d- @DRUG$ , oleic acid , medium- strand mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soja phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A , of commercially available oral and , solution beta-cyclodextrin reveals that the solubilizing , include water - soluble , solvents ( polyethylene glycol sorbitan , polyethylene glycol various , ethanol , propylene glycol , glycerin , hydrogenated - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) injectable non-ionic surfactants ( Cremophor sulfobutylether , Cremophor RH 40 , Cremophor RH hydrogenated excipients d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 Labrasol polysorbate 80 , Solutol HS 15 beta-cyclodextrin 300 monooleate , poloxamer , , Labrafil M-1944CS , Labrafil M-2125CS , , d- Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 407 400 organic or , corn , water - insoluble lipids ( @DRUG$ , ) oil , cottonseed oil , olive oil , peanut , , peppermint , , safflower oil , sesame oil , soybean oil , 60 vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids medium- beeswax oil oil @DRUG$ review oleic acid , ( chain alpha-cyclodextrin and diglycerides ) , 400 cyclodextrins ( mono- , beta-cyclodextrin , hydroxypropyl- formulations , and EL - , ) , and phospholipids ( N-methyl soy phosphatidylcholine 1750 distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - organic solvents ( polyethylene glycol , polyethylene 400 , ethanol , glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL Cremophor RH 40 Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol succinate , 20 , polysorbate 80 , Solutol 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water insoluble lipids ( @DRUG$ , corn , cottonseed oil , oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils hydrogenated soybean , and medium- chain triglycerides of coconut and palm oil , organic liquids / semi-solids ( beeswax , d- @DRUG$ , oleic acid , medium- chain mono- and diglycerides ) , various ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	The results indicate that @DRUG$ contributes to the total relaxing effect of nicorandil by 30-40% at low concentrations and 80-90% at high concentrations of @DRUG$.	The results signal that @DRUG$ contributes to the total relaxing gist of nicorandil by 30 - forty % at low concentrations and 80 - 90 % at high concentrations of @DRUG$ .	by effect indicate that @DRUG$ contributes to the total relaxing results of nicorandil The 30 - 40 % at low concentrations and 80 - 90 % high at concentrations of @DRUG$ .	The results indicate that @DRUG$ contributes to the total effect of nicorandil by 30 - 40 % at low concentrations and 80 - 90 % at high concentrations of @DRUG$ .	@DRUG$ contributes to the total relaxing effect of nicorandil by 30 - 40 % at low concentrations and 80 - 90 % at high concentrations of @DRUG$ .	0
0	@DRUG$-hydroxyethylcellulose microspheres containing @DRUG$ for topical drug delivery.	@DRUG$ -hydroxyethylcellulose microspheres containing @DRUG$ for topical drug livery .	@DRUG$ -hydroxyethylcellulose microspheres containing @DRUG$ drug topical for delivery .	@DRUG$ -hydroxyethylcellulose microspheres containing @DRUG$ for drug delivery .	@DRUG$ is a substance made up of hydroxyethylcellulose microspheres that contain @DRUG$ for topical drug delivery.	0
1	We cover nicotine replacement therapy (NRT), antidepressants (@DRUG$ and nortriptyline), nicotine receptor partial agonists (varenicline and cytisine), anxiolytics, selective type 1 cannabinoid receptor antagonists (rimonabant), @DRUG$, lobeline, dianicline, mecamylamine, Nicobrevin, opioid antagonists, nicotine vaccines, and silver acetate.	We cover nicotine replacement therapy ( NRT ) , antidepressants ( @DRUG$ and nortriptyline ) , nicotine sense organ partial agonists ( varenicline and cytisine ) , anxiolytic drug , selective type one cannabinoid sense organ adversary ( rimonabant ) , @DRUG$ , lobeline , dianicline , mecamylamine , Nicobrevin , opioid adversary , nicotine vaccine , and silver acetate .	We cover nicotine replacement therapy ( silver ) ) antidepressants ( @DRUG$ and nortriptyline ) , nicotine receptor partial agonists ( varenicline and cytisine ) , anxiolytics , selective lobeline 1 dianicline receptor antagonists ( rimonabant , , @DRUG$ , type , cannabinoid , mecamylamine , Nicobrevin , opioid antagonists , nicotine vaccines , and NRT acetate .	cover replacement therapy ( NRT ) , antidepressants ( @DRUG$ and nortriptyline ) , partial ( varenicline and cytisine ) anxiolytics selective 1 cannabinoid receptor antagonists ( rimonabant @DRUG$ , lobeline , dianicline , mecamylamine , Nicobrevin , opioid , nicotine vaccines , and silver acetate .	@DRUG$ is a type of drug that is used to treat various conditions, while @DRUG$ is a type of drug that is used to help people stop smoking.	0
0	Compared with the wild-type L-TA, H44 @DRUG$-TA kept its L-threo-DOPS synthesizing activity almost constant during the 20 repeated batch reactions for 100 h, yielding 4.0 mg/ml of L-threo-@DRUG$.	Compared with the wild- type L-TA , H44 @DRUG$ - TA kept its L-threo - DOPS synthesise activity almost unvarying during the 20 reprize batch reaction for 100 h , yielding 4.0 mg / ml of L-threo - @DRUG$ .	Compared / the wild- type L-TA repeated H44 @DRUG$ - TA kept its L-threo - , synthesizing activity DOPS constant during the 20 almost batch reactions for 100 h , yielding 4.0 mg with ml of L-threo - @DRUG$ .	Compared with the wild- type L-TA , H44 @DRUG$ - TA kept its L-threo DOPS synthesizing activity constant during the repeated reactions for 100 h , yielding mg / ml of L-threo - @DRUG$ .	H44 @DRUG$ - TA kept its L-threo - DOPS synthesizing activity almost constant during the 20 repeated batch reactions for 100 h , yielding 4.0 mg / ml of L-threo - @DRUG$ .	0
0	METHODS: In the ambrisentan study, 12 healthy extensive metabolizers (EM) of CYP2C19 received therapeutic doses of ambrisentan (5 @DRUG$ q.d. on study days 1 - 11) and GFJ (1 x 300 mL/@DRUG$ on study days 6 - 8 and 3 x 300 mL/d on study days 9 - 11).	METHODS : inch the ambrisentan study , 12 healthy extensive metabolizers ( pica em ) of CYP2C19 received therapeutic doses of ambrisentan ( 5 @DRUG$ q.d. on study twenty four hour period 1 - xi ) and GFJ ( 1 x 300 mL / @DRUG$ on study twenty four hour period captain hicks - octet and 3 x 300 mL /d on study twenty four hour period 9 - xi ) .	METHODS : In the ambrisentan study , EM GFJ extensive mL ( 12 ) of CYP2C19 received therapeutic doses of ambrisentan ( 5 @DRUG$ q.d. on study days 1 - 11 ) and healthy ( 1 x @DRUG$ metabolizers / 8 on study days 6 - 300 and /d x 300 mL 3 on study days 9 - 11 ) .	METHODS : In the ambrisentan study , 12 healthy extensive metabolizers ( EM ) of CYP2C19 received therapeutic doses of ambrisentan ( 5 @DRUG$ q.d. on study days 1 - 11 ) and GFJ ( 1 x 300 mL / @DRUG$ on study days 6 and 3 300 mL on study days 9 - 11 ) .	METHODS : In the ambrisentan study , 12 healthy extensive metabolizers ( EM ) of CYP2C19 received therapeutic doses of ambrisentan ( 5 @DRUG$ q.d. on study days 1 - 11 ) and GFJ ( 1 x 300 mL / DRU	1
0	Quantitative liver uptake in the cirrhotic patients was highly correlated with Child-Pugh score (r=-0.64, @DRUG$<0.0001) and with indocyanine green retention at 15 min (@DRUG$=-0.84, P<0.0001).	Quantitative liver uptake in the cirrhotic patients was extremely correlated with Child - Pugh account ( r=-0.64 , @DRUG$ < 0.0001 ) and with indocyanine green retention at  min ( @DRUG$= -0.84 , P<0.0001 ) .	Quantitative , uptake in the highly patients was cirrhotic correlated with Child - Pugh score ( r=-0.64 , ) < 0.0001 @DRUG$ and with indocyanine green retention at 15 min ( @DRUG$= -0.84 liver P<0.0001 ) .	Quantitative liver in the cirrhotic patients was highly correlated with Child - score r=-0.64 , @DRUG$ < 0.0001 ) and indocyanine green retention at 15 min ( @DRUG$= -0.84 , ) .	The higher the Child - Pugh score, the lower the liver uptake of @DRUG$. The higher the indocyanine green retention at 15 minutes, the lower the liver uptake of @DRUG$.	0
0	The pulmonary blood concentrations of @DRUG$ and acetaldehyde were estimated indirectly by analysis of end-expired alveolar @DRUG$.	The pulmonary blood concentrations of @DRUG$ and ethanal were estimated indirectly by analysis of end-expired alveolar @DRUG$ .	The pulmonary blood concentrations of @DRUG$ and end-expired were estimated indirectly by analysis of acetaldehyde alveolar @DRUG$ .	pulmonary blood concentrations of @DRUG$ and acetaldehyde were estimated indirectly analysis of end-expired alveolar @DRUG$ .	The pulmonary blood concentrations of @DRUG$ and acetaldehyde were estimated indirectly by analysis of end-expired alveolar @DRUG$ ."DRUGA and DRUGB are related because the concentration of DRUGA in the blood can be estimated by analyzing the concentration of DRUGB	0
0	Inhibition of C. albicans by four azole antifungals, @DRUG$, ketoconazole, miconazole, and @DRUG$, caused elevated farnesol production (10- to 45-fold).	forbiddance of C. albicans by four azole antifungals , @DRUG$ , ketoconazole , miconazole , and @DRUG$ , caused elevated farnesol production ( ten - to xlv - fold ) .	Inhibition of C. albicans by four azole antifungals , @DRUG$ , ketoconazole , miconazole elevated and @DRUG$ to caused , farnesol production ( 10 - , 45 fold - ) .	of albicans by four azole antifungals , @DRUG$ , , miconazole , and @DRUG$ caused farnesol production ( 10 to 45 - fold ) .	The four azole antifungals, ketoconazole, miconazole, and @DRUG$, inhibited the growth of C. albicans, which in turn caused an increase in farnesol production.	1
0	A variety of evidence suggests that certain vasodilators inhibit calcium-dependent phosphorylation of myosin light chains and smooth muscle contraction via activation of @DRUG$- and @DRUG$-dependent protein phosphorylation.	a variety of evidence suggests that certain vasodilators stamp down calcium - dependent phosphorylation of myosin light chains and smooth brawn contraction via activation of @DRUG$ - and @DRUG$ - dependent protein phosphorylation .	and variety of evidence suggests that certain vasodilators inhibit calcium - dependent muscle light myosin of chains A smooth phosphorylation contraction via activation of @DRUG$ - and @DRUG$ - dependent protein phosphorylation .	A variety of evidence suggests that certain vasodilators inhibit calcium dependent phosphorylation of myosin light chains and smooth muscle contraction via activation of @DRUG$ - and @DRUG$ dependent protein phosphorylation .	@DRUG$ and @DRUG$ are two proteins that are involved in the phosphorylation of myosin light chains and smooth muscle contraction. DRUGA is thought to inhibit calcium - dependent phosphorylation of myosin light chains, while DRUGB is thought to activate protein phosphory	0
1	Coadministration of @DRUG$ did not alter the steady-state pharmacokinetics of @DRUG$.	Coadministration of @DRUG$ did not alter the unshakable -state pharmacokinetics of @DRUG$ .	Coadministration of @DRUG$ did -state alter the steady not pharmacokinetics of @DRUG$ .	Coadministration of @DRUG$ did not alter steady pharmacokinetics @DRUG$ .	The pharmacokinetics of @DRUG$ were not altered when it was coadministered with @DRUG$ .	0
0	Newer antipsychotics, such @DRUG$ @DRUG$, olanzapine, risperidone, quetiapine and ziprasidone, have a different receptor-binding profile, interacting with both D and 5-HT receptors; they less frequently cause EPS and are better tolerated in the elderly.	Newer major tranquillizer , such @DRUG$ @DRUG$ , olanzapine , risperidone , quetiapine and ziprasidone , have a different receptor-binding profile , interacting with both D and fivesome - HT receptors ; they less frequently cause EPS and are serious tolerated in the senior .	Newer antipsychotics , , @DRUG$ @DRUG$ , olanzapine , receptors such quetiapine and HT , have a different receptor-binding profile , interacting with both D and 5 - ziprasidone risperidone ; cause less frequently they EPS and are better tolerated in the elderly .	Newer antipsychotics , such @DRUG$ @DRUG$ , olanzapine , , quetiapine and ziprasidone , have different receptor-binding profile , interacting with both D 5 - HT receptors ; they less frequently cause EPS and are better tolerated in the .	Newer antipsychotics, such as olanzapine, risperidone, quetiapine and ziprasidone, have a different receptor-binding profile, interacting with both D and 5-HT receptors; they less frequently cause EPS and are better tolerated in the elderly	1
0	METHODS: In this observational pharmacokinetic study, multiple blood samples were taken over one dosing interval of intravenous amoxicillin/@DRUG$ (1000/200 @DRUG$).	METHODS : In this observational pharmacokinetic study , multiple rip samples were taken over unrivalled dosing interval of intravenous amoxicillin / @DRUG$ ( 1000/200 @DRUG$ ) .	METHODS : In this observational pharmacokinetic study over multiple , samples were taken blood one dosing interval of intravenous amoxicillin / @DRUG$ ( 1000/200 @DRUG$ ) .	METHODS : In this observational pharmacokinetic study , multiple samples were taken over one dosing interval intravenous amoxicillin / @DRUG$ ( 1000/200 @DRUG$ .	The study found that the concentration of @DRUG$ in the blood was very high immediately after the dose was given, and then gradually decreased over time. The concentration of @DRUG$ was much lower than DRUGA, and it increased gradually over time.	0
0	The clinical pharmacokinetics of co-trimazine (trimethoprim plus sulphadiazine) are reviewed and compared with those of @DRUG$-trimoxazole (trimethoprim plus @DRUG$).	The clinical pharmacokinetics of co-trimazine ( trimethoprim summation sulphadiazine ) are reexamine and compared with those of @DRUG$ - trimoxazole ( trimethoprim summation @DRUG$ ) .	The clinical pharmacokinetics of co-trimazine of trimethoprim plus sulphadiazine ) are reviewed and plus with those ( @DRUG$ - trimoxazole ( trimethoprim compared @DRUG$ ) .	The clinical pharmacokinetics of co-trimazine ( trimethoprim plus sulphadiazine ) are and compared with those @DRUG$ - trimoxazole trimethoprim plus @DRUG$ ) .	The clinical pharmacokinetics of co-trimazine ( trimethoprim plus sulphadiazine ) are reviewed and compared with those of @DRUG$ - trimoxazole ( trimethoprim plus @DRUG$ ) ."DRUGA is the parent drug, while DR	0
0	@DRUG$ and @DRUG$ were given to rats daily via drinking water and gavage respectively for 90 days.	@DRUG$ and @DRUG$ were given to tell on daily via drinking water and gavage respectively for 90 days .	@DRUG$ and @DRUG$ were given via rats daily to drinking water and gavage respectively for 90 days .	@DRUG$ and @DRUG$ were given to rats daily via drinking water and gavage respectively for 90 .	The rats were given @DRUG$ and @DRUG$ daily, via drinking water and gavage respectively, for 90 days.	0
0	Addition of @DRUG$ or bovine @DRUG$ to mouse fibroblast cells resulted in expected detachment and shape change.	Addition of @DRUG$ or bovine @DRUG$ to mouse fibroblast cells result in expected detachment and shape change .	Addition shape @DRUG$ or bovine @DRUG$ to mouse fibroblast cells resulted in expected detachment and of change .	Addition of @DRUG$ or bovine @DRUG$ to mouse fibroblast cells resulted in expected and shape change .	Adding @DRUG$ or bovine @DRUG$ to mouse fibroblast cells results in the cells detaching from each other and changing shape.	0
0	RESULTS: At the end of the study, subjects who received magnesium supplementation showed significant higher serum magnesium concentration (0.74 +/- 0.10 vs. 0.65 +/- 0.07 mmol/@DRUG$, P = 0.02) and lower HOMA-IR index (3.8 +/- 1.1 vs. 5.0 +/- 1.3, P = 0.005), fasting @DRUG$ levels (8.0 +/- 2.4 vs. 10.3 +/- 2.1 mmol/l, P = 0.01), and HbA(1c) (8.0 +/- 2.4 vs. 10.1 +/- 3.3%, P = 0.04) than control subjects.	consequence : at the last of the study , subjects who experience mg subjoining showed significant mellow serum mg concentration ( 0.74 +/- 0.10 vs. 0.65 +/- 0.07 mmol / @DRUG$ , phosphorus = 0.02 ) and lower HOMA -IR index ( 3.8 +/- 1.1 vs. 5.0 +/- 1.3 , phosphorus = 0.005 ) , fasting @DRUG$ levels ( 8.0 +/- 2.4 vs. 10.3 +/- 2.1 mmol/l , phosphorus = 0.01 ) , and HbA ( 1 cytosine ) ( 8.0 +/- 2.4 vs. 10.1 +/- 3.3 % , phosphorus = 0.04 ) than control subjects .	RESULTS : At the end of the study , subjects who received 0.65 supplementation showed significant higher serum magnesium concentration ( 0.74 +/- 0.10 0.07 magnesium +/- vs. mmol / @DRUG$ 10.1 P , 0.02 = and lower HOMA -IR index ( 3.8 +/- 1.1 +/- 5.0 vs. 1.3 , P c 0.005 ) = fasting @DRUG$ levels ( 8.0 +/- 2.4 vs. 10.3 +/- 2.1 mmol/l , P = 0.01 ) and , HbA ( 1 ) ) ( 8.0 +/- 2.4 vs. , +/- 3.3 % , P subjects 0.04 ) than control = .	RESULTS : the end of the study , subjects who received magnesium supplementation showed significant higher serum magnesium concentration 0.74 +/- 0.10 vs. 0.65 +/- 0.07 mmol / @DRUG$ , P = 0.02 ) and lower HOMA -IR index ( 3.8 +/- 1.1 vs. 5.0 +/- 1.3 , P = ) , fasting @DRUG$ levels ( 8.0 +/- 2.4 vs. +/- 2.1 mmol/l , P = 0.01 ) , and HbA ( 1 c ) ( 8.0 +/- 2.4 10.1 +/- 3.3 % , P = 0.04 than control subjects .	At the end of the study, subjects who received magnesium supplementation showed significant higher serum magnesium concentration, lower HOMA-IR index, fasting @DRUG$ levels, and HbA1c than control subjects.	1
0	Whereas SDF-1alpha induced migration of CD34(+) cells in a dose-dependent manner, @DRUG$, @DRUG$, and AMD3100 did not induce chemotaxis in this concentration range albeit the peptides CTCE-0214 and CTCE-9908 increased podia formation.	Whereas SDF - 1alpha induced migration of CD34 ( + ) cellphone in a dose-dependent manner , @DRUG$ , @DRUG$ , and AMD3100 did not induce chemotaxis in this denseness range albeit the peptide CTCE - 0214 and CTCE - 9908 increase podia formation .	Whereas SDF - 1alpha induced 0214 did CD34 ( + ) cells in a dose-dependent manner , @DRUG$ , @DRUG$ , and podia of not AMD3100 chemotaxis in this concentration range albeit the peptides CTCE - migration and CTCE - 9908 increased induce formation .	Whereas SDF - 1alpha induced migration of CD34 ( + ) cells in a dose-dependent manner , @DRUG$ , @DRUG$ , and AMD3100 did not induce chemotaxis in this concentration range albeit the peptides CTCE - 0214 and CTCE - 9908 increased formation .	Whereas SDF - 1alpha induced migration of CD34 ( + ) cells in a dose-dependent manner , @DRUG$ and @DRUG$ did not induce chemotaxis in this concentration range albeit the peptides CTCE - 0214 and CTCE - 9908 increased podia formation	0
0	@DRUG$ is a hydrocodone prodrug that has been combined with acetaminophen (@DRUG$) in a novel immediate-release analgesic.	@DRUG$ is a hydrocodone prodrug that has been combined with acetaminophen ( @DRUG$ ) in a refreshing immediate - free analgesic .	@DRUG$ is analgesic hydrocodone prodrug that has been combined with acetaminophen ( @DRUG$ ) in a novel immediate - release a .	@DRUG$ a hydrocodone prodrug that has been combined with acetaminophen ( @DRUG$ ) in a novel immediate - release analgesic .	@DRUG$ is a drug that is converted into another drug, @DRUG$, in the body.	0
0	In the present study, we examined the effects of acetylsalicylic acid, diclofenac, indomethacin, ketoprofen, @DRUG$ and tolfenamic acid on @DRUG$ (LTB4)-induced chemotaxis of human polymorphonuclear leukocytes (PMNs) in vitro.	In the present study , we examined the effects of acetylsalicylic acid , diclofenac , indocin , oruvail , @DRUG$ and tolfenamic acid on @DRUG$ ( LTB4 ) - hasten chemotaxis of human polymorphonuclear white blood cell ( PMNs ) in vitro .	In the ) study , we examined the effects of acetylsalicylic acid , diclofenac , human ketoprofen , , @DRUG$ and tolfenamic indomethacin on @DRUG$ ( LTB4 ) - induced chemotaxis of acid polymorphonuclear leukocytes ( PMNs present in vitro .	In the present we examined the effects of acetylsalicylic acid , diclofenac , indomethacin , ketoprofen , @DRUG$ and tolfenamic acid on @DRUG$ ( LTB4 ) - induced chemotaxis of human polymorphonuclear leukocytes ( PMNs ) in .	We looked at how five different drugs (acetylsalicylic acid, diclofenac, indomethacin, ketoprofen, and tolfenamic acid) affected PMN chemotaxis in response to LTB4.	1
0	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, @DRUG$, brolucizumab, and @DRUG$) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (eptinezumab, teprotumumab, enfortumab vedotin, isatuximab, [fam-]trastuzumab deruxtecan, inebilizumab, leronlimab, sacituzumab govitecan, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	at this time , a add of 5 novel antibody cure ( romosozumab , risankizumab , @DRUG$ , brolucizumab , and @DRUG$ ) had been award a first approval in either the uracil or common market , and marketing covering for 13 novel antibody cure ( eptinezumab , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , leronlimab , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergoing review in these regions , which represent the john r major securities industry for antibody cure .	leronlimab this time , in total of 5 novel antibody therapeutics ( romosozumab , risankizumab , @DRUG$ , a , and @DRUG$ ) had been granted a first approval brolucizumab either the sacituzumab or EU , and marketing applications for 13 novel antibody ) ( major , , , enfortumab vedotin , isatuximab US [ fam - ] trastuzumab teprotumumab , inebilizumab , At , deruxtecan govitecan , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab therapeutics were undergoing review in these regions , which represent the eptinezumab markets for antibody therapeutics .	At this time , a total of 5 novel antibody therapeutics ( romosozumab , risankizumab , @DRUG$ , brolucizumab , and @DRUG$ ) had been granted a first approval in either the US or EU , and marketing applications for 13 novel therapeutics ( eptinezumab teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , leronlimab , sacituzumab , satralizumab , narsoplimab , tafasitamab , and naxituximab undergoing review in these regions , which represent the major markets for antibody therapeutics .	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, @DRUG$, brolucizumab, and @DRUG$) had been granted a first approval in either the US or EU, and marketing applications for 13 novel	0
0	The physical and psychophysiological effects of an orally administered single dose of 3 mg cloxazolam @DRUG$ compared to 5 mg @DRUG$ and a placebo were investigated for 144 healthy male subjects using a double blind technique.	The physical and psychophysiological effects of an by word of mouth distribute single dose of 3 mg cloxazolam @DRUG$ compared to 5 mg @DRUG$ and a placebo were investigated for gross healthy male subjects using a double blind technique .	The physical and psychophysiological effects of mg were double single dose of 3 an cloxazolam @DRUG$ compared to 5 mg @DRUG$ and a placebo orally investigated for 144 healthy male subjects using a administered blind technique .	The physical psychophysiological effects of an orally administered single dose of 3 mg cloxazolam @DRUG$ compared to 5 mg @DRUG$ and a were investigated for 144 healthy male subjects using a blind technique .	The physical and psychophysiological effects of an orally administered single dose of 3 mg cloxazolam @DRUG$ compared to 5 mg @DRUG$ and a placebo were investigated for 144 healthy male subjects using a double blind technique ."DRUGA is the active ingredient in cloxaz	0
0	We randomly assigned participants to receive 1000 mg of elemental [corrected] calcium @DRUG$ calcium carbonate with 400 IU of @DRUG$ daily or placebo.	We randomly designate participants to receive 1000 mg of elemental [ corrected ] ca @DRUG$ ca carbonate with 400 IU of @DRUG$ daily or placebo .	We 1000 assigned participants or receive randomly mg of elemental [ corrected ] calcium @DRUG$ calcium carbonate with 400 IU of @DRUG$ daily to placebo .	We randomly assigned participants to receive 1000 mg of elemental [ corrected ] calcium @DRUG$ calcium carbonate with 400 IU of @DRUG$ daily or placebo .	We randomly assigned participants to receive 1000 mg of elemental calcium carbonate with 400 IU of vitamin D daily or placebo .	1
0	@DRUG$, a sterile aqueous colloidal solution of beta-ferric oxyhydroxide and @DRUG$ glucoheptonic acid, was compared with iron dextran for the prevention of Fe deficiency anemia in young pigs.	@DRUG$ , a sterile aqueous colloidal solution of beta-ferric oxyhydroxide and @DRUG$ glucoheptonic acid , was compare with branding iron dextran for the prevention of Fe lack anemia in young pigs .	@DRUG$ , a sterile aqueous colloidal solution iron beta-ferric oxyhydroxide and @DRUG$ dextran acid was , compared with of glucoheptonic for the prevention of Fe deficiency anemia in young pigs .	@DRUG$ a sterile aqueous colloidal solution beta-ferric oxyhydroxide and @DRUG$ glucoheptonic acid , was compared with iron dextran for prevention of deficiency anemia in young pigs .	@DRUG$ is a sterile aqueous colloidal solution of beta-ferric oxyhydroxide and @DRUG$ is a glucoheptonic acid. The two substances were compared for the prevention of Fe deficiency anemia in young pigs.	0
0	A single periocular injection of 200 microg of CGC-11144, 2 mg of @DRUG$, or 1.5 @DRUG$ of CGC-11093 caused significant suppression and regression of laser-induced choroidal neovascularization.	antiophthalmic factor single periocular injection of 200 microg of CGC - 11144 , ii mg of @DRUG$ , or 1.5 @DRUG$ of CGC - 11093 caused substantial suppression and regression of laser - induced choroidal neovascularization .	A single periocular injection regression 200 microg of CGC - , 11144 of mg of @DRUG$ , or 1.5 @DRUG$ of CGC - 11093 caused significant suppression and 2 of laser - induced choroidal neovascularization .	A single periocular injection 200 microg of CGC - 11144 , 2 mg of @DRUG$ , or 1.5 @DRUG$ CGC - 11093 caused significant suppression of laser - induced choroidal neovascularization .	A single periocular injection of 200 microg of CGC - 11144 , 2 mg of @DRUG$ , or 1.5 @DRUG$ of CGC - 11093 caused significant suppression and regression of laser - induced choroidal neovascularization .	0
1	@DRUG$ exhibits acute antidepressant effects in the dose range 50 to 200 @DRUG$/day; in addition, in the same dose range it prevents recurrence of depression.	@DRUG$ exhibits acute antidepressant effects in the pane range  to 200 @DRUG$ / day ; in improver , in the same pane range it prevents recurrence of depression .	@DRUG$ exhibits 50 antidepressant effects in / dose range acute to 200 @DRUG$ the day ; in in , addition the same dose range it prevents recurrence of depression .	@DRUG$ exhibits antidepressant effects in the dose range 50 to 200 @DRUG$ / day ; in addition , in the same dose range it prevents recurrence of depression .	@DRUG$ is an effective antidepressant drug that helps to prevent recurrence of depression in people who have been previously treated for the condition.	1
0	The antacids or adsorbents used were magnesium trisilicate, aluminum hydroxide, @DRUG$, magnesium oxide, @DRUG$ carbonate, calcium carbonate, talc, kaolin and charcoal.	The antacids or adsorbents used were magnesium trisilicate , al hydroxide , @DRUG$ , magnesium oxide , @DRUG$ carbonate , calcium carbonate , talc , kaolin and wood coal .	The , or adsorbents used were aluminum trisilicate , magnesium hydroxide , @DRUG$ , magnesium oxide , @DRUG$ carbonate , calcium carbonate , talc antacids kaolin and charcoal .	The antacids or used were magnesium trisilicate , aluminum hydroxide , @DRUG$ , magnesium oxide , @DRUG$ carbonate , carbonate , talc , kaolin and charcoal .	The antacids or adsorbents used were magnesium trisilicate , aluminum hydroxide , @DRUG$ , magnesium oxide , @DRUG$ carbonate , calcium carbonate , talc , kaolin and charcoal ."DRUGA is an antacid or an adsorbent	0
0	@DRUG$ (@DRUG$-C) is a naturally occurring quaternary ammonium compound endogenous in all mammalian species and is a vital cofactor for the mitochondrial oxidation of fatty acids.	@DRUG$ ( @DRUG$ - C ) is a naturally occurring quaternary ammonium compound endogenous in all mammal mintage and is a vital cofactor for the mitochondrial oxidation of butterball acids .	@DRUG$ ( @DRUG$ - C ) is a naturally occurring quaternary ammonium compound endogenous all in mammalian species the is a for cofactor vital and mitochondrial oxidation of fatty acids .	@DRUG$ ( @DRUG$ - C ) is naturally occurring ammonium compound endogenous in all mammalian species and is a vital cofactor for the mitochondrial oxidation of fatty acids .	@DRUG$ is a naturally occurring quaternary ammonium compound endogenous in all mammalian species and is a vital cofactor for the mitochondrial oxidation of fatty acids. @DRUG$ is a chemical compound that is similar to DRUGA, and is used as a medication.	0
0	In serious gram-positive infections for which there are other treatment options available, the spectrum of activity and efficacy of @DRUG$/ @DRUG$ should be weighed against its tolerability and drug interaction profile.	In serious gram positive infections for which there are other treatment options usable , the spectrum of bodily function and efficacy of @DRUG$ / @DRUG$ should be weighed against its tolerability and drug interaction profile .	In serious gram-positive infections for which there other are treatment should available , the spectrum of activity and efficacy of @DRUG$ / @DRUG$ options against weighed be its tolerability and drug interaction profile .	serious infections for which there are other treatment options available , the spectrum of activity and efficacy of @DRUG$ / @DRUG$ should be weighed against its tolerability and drug interaction profile .	@DRUG$ is more effective than @DRUG$ in treating serious gram-positive infections, but it is also more tolerable and has a less complicated drug interaction profile.	0
1	In a displacement test using 3H-@DRUG$ as a radioligand, the in vitro affinities of metabolites of @DRUG$ (CZ) for the benzodiazepine receptors were 1-50 times more potent than that of CZ.	in a translation test using 3H - @DRUG$ as a radioligand , the in vitro affinities of metabolites of @DRUG$ ( CZ ) for the benzodiazepine receptors were 1 - 50 clock more potent than that of CZ .	In of a test using 3H - @DRUG$ as a radioligand , the in 1 affinities of metabolites displacement @DRUG$ ( CZ ) for the benzodiazepine receptors were vitro - 50 times more potent than that of CZ .	In a displacement test using 3H - @DRUG$ as a radioligand , the in affinities metabolites of @DRUG$ ( CZ ) for the benzodiazepine receptors were 1 - times more potent than of CZ .	The metabolites of @DRUG$ are more potent than CZ at binding to benzodiazepine receptors.	1
0	@DRUG$ (LX) is a prodrug-type non-steroidal anti-inflammatory drug which is used not only @DRUG$ an oral drug but also as a transdermal formulation.	@DRUG$ ( LX ) is a prodrug-type non-steroidal anti-inflammatory drug which is used not only @DRUG$ an oral examination drug but besides as a transdermal formulation .	@DRUG$ ( ) is LX a prodrug-type non-steroidal anti-inflammatory drug which is used not only @DRUG$ an oral drug but also as a transdermal formulation .	@DRUG$ ( LX ) is a prodrug-type anti-inflammatory drug which is used not only @DRUG$ an drug but also as transdermal formulation .	@DRUG$ is a prodrug that is used to deliver @DRUG$, an oral drug, but it can also be used as a transdermal formulation.	0
0	In comparative studies, intravenous dolasetron 1.8 mg/kg was as effective @DRUG$ intravenous granisetron 3 mg or ondansetron 32 @DRUG$ after highly emetogenic chemotherapy, and oral dolasetron 200 mg was equivalent to multiple oral doses of ondansetron (3 or 4 doses of 8 mg) after moderately emetogenic chemotherapy.	In comparative studies , endovenous dolasetron 1.8 mg / kilogram was as effective @DRUG$ endovenous granisetron 3 mg or ondansetron 32 @DRUG$ after extremely emetogenic chemotherapy , and oral examination dolasetron 200 mg was equivalent to multiple oral examination doses of ondansetron ( 3 or 4 doses of octet mg ) after moderately emetogenic chemotherapy .	In comparative studies , intravenous ) 1.8 mg as kg was / effective @DRUG$ emetogenic granisetron 3 mg or ondansetron 32 @DRUG$ after highly intravenous chemotherapy , and oral dolasetron dolasetron mg to equivalent was multiple oral doses of ondansetron ( 3 or 4 doses of 8 mg 200 after moderately emetogenic chemotherapy .	In comparative studies , intravenous dolasetron mg / kg was as effective @DRUG$ intravenous granisetron 3 mg or ondansetron 32 @DRUG$ after highly , and oral dolasetron 200 mg was equivalent to multiple oral doses of ondansetron 3 or 4 doses of 8 mg ) after moderately emetogenic chemotherapy .	Dolasetron is as effective as granisetron or ondansetron after chemotherapy, and oral dolasetron is equivalent to multiple oral doses of ondansetron.	1
0	AIM: Because of its @DRUG$-free formulation insulin glulisine (@DRUG$) might have a faster onset of action than other short-acting analogues.	AIM : Because of its @DRUG$ - free formulation insulin glulisine ( @DRUG$ ) mightiness have a faster onset of action at law than other short-acting analogues .	AIM - Because of its @DRUG$ : free formulation insulin glulisine ( @DRUG$ analogues might have a faster onset of action than other short-acting ) .	AIM : Because of its @DRUG$ free formulation insulin glulisine ( @DRUG$ ) a faster onset of action than short-acting analogues .	@DRUG$ is free of the drug @DRUG$, which might have a faster onset of action than other short-acting analogues.	0
1	RESULTS: Following cumulative intravenous administration, @DRUG$ (1-100 microg/kg), tegaserod (1-1000 microg/kg), BIMU-8 (3-3000 microg/kg), renzapride (10-3000 microg/kg), @DRUG$ (30-3000 microg/kg), and mosapride (30-10,000 microg/kg) produced a dose-dependent increase in esophageal inter-crystal distance.	resultant : take after accumulative endovenous administration , @DRUG$ ( 1-100 microg / kg ) , tegaserod ( 1-1000 microg / kg ) , BIMU -8 ( 3-3000 microg / kg ) , renzapride ( 10-3000 microg / kg ) , @DRUG$ ( 30-3000 microg / kg ) , and mosapride ( 30- 10,000 microg / kg ) get a dose-dependent increase in esophageal inter-crystal length .	RESULTS kg Following cumulative intravenous administration / @DRUG$ ( 1-100 tegaserod / : ) , microg ( 1-1000 microg , kg ) , BIMU -8 ) 3-3000 microg / kg ( , renzapride ( 10-3000 microg / kg ) , @DRUG$ ( 30-3000 microg produced kg ) , and mosapride ( 30- 10,000 microg / kg / ) a dose-dependent increase in esophageal inter-crystal distance .	RESULTS Following cumulative intravenous administration , @DRUG$ ( 1-100 microg / kg ) , tegaserod ( 1-1000 microg / kg ) , BIMU -8 ( 3-3000 / kg ) , renzapride ( 10-3000 microg / kg ) , @DRUG$ ( 30-3000 microg / kg ) , and mosapride ( 30- 10,000 microg / kg ) produced a dose-dependent increase in esophageal inter-crystal distance .	The higher the dose of @DRUG$, the greater the distance between crystals in the esophagus.""The higher the dose of @DRUG$, the greater the distance between crystals in the esophagus.	0
0	These include inhibitors of the reuptake of serotonin [the selective serotonin reuptake inhibitors (SSRI)] or noradrenaline (reboxetine) or both (milnacipran and venlafaxine), as well as drugs with distinct neurochemical profiles such @DRUG$ mirtazapine, nefazodone, @DRUG$ and tianeptine.	These admit inhibitor of the reuptake of serotonin [ the selective serotonin reuptake inhibitor ( selective serotonin reuptake inhibitor ) ] or noradrenaline ( reboxetine ) or both ( milnacipran and venlafaxine ) , as well as do drugs with distinct neurochemical profiles such @DRUG$ mirtazapine , nefazodone , @DRUG$ and tianeptine .	These include inhibitors of the reuptake ) serotonin [ the ( serotonin reuptake milnacipran ( SSRI of ] or or selective reboxetine ) noradrenaline both ( inhibitors and venlafaxine ) , as well as drugs with distinct neurochemical profiles such @DRUG$ mirtazapine , nefazodone , @DRUG$ and tianeptine .	include inhibitors of the reuptake of serotonin [ the selective serotonin reuptake ( SSRI ) ] or ( reboxetine ) or ( milnacipran venlafaxine ) , well as drugs with distinct neurochemical profiles such @DRUG$ mirtazapine , , @DRUG$ and tianeptine .	@DRUG$ are drugs that inhibit the reuptake of serotonin or noradrenaline, while @DRUG$ are drugs that have a distinct neurochemical profile.	0
0	For cognitive function over 6 months duration: at 16mg/d, improvements measured -3.3 points (k=1; 95%CI -4.4 - -2.1) on weighted mean difference on the ADAS-Cog scale; -3.5 points at 24mg/@DRUG$ (@DRUG$=3; 95%CI -4.3 - -2.8), and -4.0 points at 32mg/d (k=2; 95%CI -5.0 - -3.0).	For cognitive single valued function over  months duration : at 16mg /d , advance valuate - 3.3 direct ( k=1 ; 95 % CI -4.4 - - 2.1 ) on weighted mean dispute on the ADAS - sprocket scale ; - 3.5 direct at 24mg / @DRUG$ ( @DRUG$=3 ; 95 % CI -4.3 - - 2.8 ) , and - 4.0 direct at 32mg / d ( k=2 ; 95 % CI -5.0 - -3.0 ) .	For cognitive function over 6 months duration on at 16mg /d , improvements ) - 3.3 points ( k=1 ; 95 % CI -4.4 - - 2.1 ) CI weighted mean difference on the ADAS - Cog scale ; - 3.5 points at 24mg / @DRUG$ ( 2.8 ; 95 % : -4.3 - % 95 measured - and - 4.0 points at 32mg / d ( k=2 ; @DRUG$=3 , CI -5.0 - -3.0 ) .	For cognitive function over 6 months duration : at 16mg /d , improvements measured - points ( k=1 ; 95 % CI -4.4 - - 2.1 ) on weighted mean difference on the ADAS - Cog scale ; - 3.5 points at 24mg / ( @DRUG$=3 ; 95 % CI -4.3 - - 2.8 ) , and - 4.0 points at 32mg / d k=2 95 % CI -5.0 - ) .	For cognitive function over 6 months duration : at 16mg /d , improvements measured - 3.3 points ( k=1 ; 95 % CI -4.4 - - 2.1 ) on weighted mean difference on the ADAS - Cog scale ; - 3.5 points at 24mg	1
0	On-column APPI LODs (at S/N = 3) were 83, 16, 17, 95, and 7 pg for enantiomer #1, and 104, 23, 19, 122, and 17 pg for enantiomer #2 for benzoin, @DRUG$, mianserin, mephenesin, and @DRUG$, respectively, on a Waters ZQ.	On-column APPI LODs ( at S/N = 3 ) were eighty three , 16 , xvii ,  , and 7 pg for enantiomorph # i , and 104 , 23 , 19 , 122 , and xvii pg for enantiomorph # 2 for benzoin , @DRUG$ , mianserin , mephenesin , and @DRUG$ , respectively , on a irrigate ZQ .	On-column 122 LODs ( at S/N = 3 ) were 83 23 16 , 17 , 95 , and 7 pg for enantiomer 19 1 , and 104 mianserin 2 , # , APPI , and 17 pg for enantiomer # , for benzoin , @DRUG$ , , , mephenesin , and @DRUG$ , respectively , on a Waters ZQ .	On-column LODs at S/N = 3 ) were 83 , 16 , 17 , 95 , and 7 pg for enantiomer # 1 , and 104 , 23 , 19 , 122 , and 17 pg for enantiomer # 2 for benzoin , @DRUG$ , mianserin , mephenesin , and @DRUG$ , , a Waters ZQ .	The on-column APPI LODs ( at S/N = 3 ) were 83 , 16 , 17 , 95 , and 7 pg for enantiomer # 1 of benzoin , @DRUG$ , mianserin , mephenesin , and @DRUG$ , respectively	0
0	@DRUG$ (150 @DRUG$/kg, i.p.) increased histamine release by 150% of the basal release.	@DRUG$ ( 150 @DRUG$ / kg , i.p. ) increase histamine exhaust by 150 % of the basal exhaust .	@DRUG$ release 150 @DRUG$ / kg , % ) increased histamine ( by 150 i.p. of the basal release .	@DRUG$ ( 150 @DRUG$ / kg , i.p. ) increased histamine release by 150 % of the basal release .	For every kg of @DRUG$ injected, @DRUG$ increased histamine release by 150% of the basal release.	0
1	The attenuation of platelet aggregation by @DRUG$ is dissociated from the expression of activated GP IIb/IIIa and P-selectin, and by @DRUG$ degradation.	The attenuation of blood platelet aggregation by @DRUG$ is dissociated from the expression of activated general practitioner IIb / IIIa and P-selectin , and by @DRUG$ degradation .	the attenuation of platelet aggregation by @DRUG$ is dissociated The from expression of activated GP IIb / IIIa and P-selectin , and by @DRUG$ degradation .	The attenuation of platelet aggregation by @DRUG$ is dissociated from expression of GP IIb / IIIa and P-selectin , and by @DRUG$ degradation .	@DRUG$ inhibits platelet aggregation, but this inhibition is not due to the expression of activated GP IIb / IIIa and P-selectin .""@DRUG$ degradation" refers to the fact that DRUGB breaks down into smaller molecules that no longer have the ability to inhibit	0
0	Discontinuations due to adverse events were 10/184 (5.4%) for @DRUG$ and 5/44 (11.4%) for methylphenidate; @DRUG$ = .175.	discontinuance due to adverse case were 10/184 ( 5.4 % ) for @DRUG$ and 5/44 ( 11.4 % ) for methylphenidate ; @DRUG$ = .175 .	Discontinuations due to adverse events were 10/184 ( 5.4 .175 ) for @DRUG$ ) 5/44 ( 11.4 % and for methylphenidate ; @DRUG$ = % .	Discontinuations due to adverse events were 10/184 % ) for @DRUG$ and 5/44 ( 11.4 ) for ; @DRUG$ = .175	For every 184 people who take @DRUG$, 10 will discontinue it due to adverse events. For every 44 people who take methylphenidate, 5 will discontinue it due to adverse events.	1
0	These include methyl- and ethyl-esterified forms of @DRUG$ (@DRUG$ and melevodopa), inhibitors of enzymes such as monoamine oxidase type-B (eg, rasagiline), catechol-O-methyl transferase (eg, BIA-3202) and the monoamine re-uptake mechanism (eg, brasofensine).	These include methyl- and ethyl- esterified physical body of @DRUG$ ( @DRUG$ and melevodopa ) , inhibitor of enzyme such as monoamine oxidase eccentric - bacillus ( eg , rasagiline ) , catechol - O-methyl transferase ( eg , BIA - 3202 ) and the monoamine re-uptake mechanism ( eg , brasofensine ) .	These include esterified and ethyl- methyl- as of @DRUG$ the @DRUG$ and melevodopa such , inhibitors of enzymes ) forms monoamine oxidase type - B ( eg , rasagiline ) , catechol - O-methyl transferase ( eg , BIA - 3202 ) and ( monoamine re-uptake mechanism ( eg , brasofensine ) .	These include ethyl- esterified forms @DRUG$ ( @DRUG$ and melevodopa ) , inhibitors of enzymes such as monoamine oxidase type - B ( , rasagiline ) , catechol - O-methyl transferase ( eg , BIA - 3202 ) and the monoamine mechanism ( eg , ) .	@DRUG$ is an esterified form of @DRUG$, which is an inhibitor of enzymes such as monoamine oxidase type - B, catechol - O-methyl transferase, and the monoamine re-uptake mechanism.	0
0	During the first 9 months, the insulin dosage to reach the postprandial blood @DRUG$ <140 @DRUG$/dl, were significantly lower in the IA-group, but approached the following the RHI-group without significant changes after 24 months.	During the first 9 months , the insulin dosage to reach the postprandial blood @DRUG$ < cxl @DRUG$ / dl , were importantly lower in the iowa - group , but set about the following the RHI - group without significant changes after 24 months .	During 140 first RHI months , the insulin dosage to - the postprandial blood @DRUG$ < the @DRUG$ / dl , were significantly lower in IA the - group , but approached the following the 9 reach group without significant changes after 24 months .	During the first months , insulin dosage to reach the postprandial blood @DRUG$ < 140 @DRUG$ / dl , were significantly lower in the IA - group , but the following the RHI - group without significant changes after 24 months	The insulin dosage to reach the postprandial blood @DRUG$ < 140 @DRUG$ / dl was significantly lower in the IA - group during the first 9 months, but approached the following the RHI - group without significant changes after 24 months.	0
0	Intraperitoneal (i.@DRUG$.) administration of DEX (30 mg kg(-1)) and the sigma-1 agonists SKF-10,047 (1-5 @DRUG$ kg(-1)), Pre-084 (5 mg kg(-1)), and carbetapentane (1-5 mg kg(-1)) inhibited citric-acid-induced cough in guinea-pigs.	Intraperitoneal ( i.@DRUG$ . ) presidency of DEX ( 30 magnesium kg ( - 1 ) ) and the sigma- 1 protagonist SKF - 10,047 ( 1 - phoebe @DRUG$ kg ( - 1 ) ) , Pre-084 ( phoebe magnesium kg ( - 1 ) ) , and carbetapentane ( 1 - phoebe magnesium kg ( - 1 ) ) bottle up citric-acid-induced coughing in guinea-pigs .	Intraperitoneal ( i.@DRUG$ . Pre-084 administration of carbetapentane ( 30 , 1 ( - 1 ) ) and the sigma- 1 agonists SKF - 10,047 ( 1 - ( @DRUG$ kg ( - 1 ) ) , ) ( 5 mg kg ( - 1 ) ) mg and DEX 5 1 - 5 mg kg ( - kg ) ) inhibited citric-acid-induced cough in guinea-pigs .	Intraperitoneal i.@DRUG$ . ) administration of DEX 30 mg kg ( 1 ) ) and sigma- 1 SKF 10,047 ( 1 - 5 @DRUG$ kg ( - 1 ) ) , ( 5 mg kg ( - 1 ) ) , and carbetapentane ( 1 - 5 mg - 1 ) ) inhibited citric-acid-induced cough in guinea-pigs .	Intraperitoneal ( i.@DRUG$ . ) administration of DEX ( 30 mg kg ( - 1 ) ) and the sigma- 1 agonists SKF - 10,047 ( 1 - 5 @DRUG$ kg ( - 1 ) ) , Pre-084 ( 5 mg	0
0	@DRUG$ and biperiden were on hand @DRUG$ additional medication.	@DRUG$ and biperiden were on hand @DRUG$ extra medication .	@DRUG$ were biperiden and on hand @DRUG$ additional medication .	@DRUG$ and biperiden were on hand @DRUG$ medication .	@DRUG$ was available, and @DRUG$ was an additional medication.	0
0	Colitis was induced in BALB/c mice by 3.5% dextran @DRUG$ sodium dissolved in drinking @DRUG$ for 10 days.	colitis was induced in BALB / c mice by 3.5 % dextran @DRUG$ sodium dissolved in drinking @DRUG$ for tenner days .	c was induced 10 BALB / Colitis mice by 3.5 % dextran @DRUG$ sodium dissolved in drinking @DRUG$ for in days .	Colitis was induced in BALB / c mice by 3.5 % dextran @DRUG$ sodium dissolved in drinking @DRUG$ for 10 days .	@DRUG$ causes @DRUG$.	0
1	Nontumor cells with normal checkpoint proteins may tolerate the relatively less powerful inhibitory effects of @DRUG$ and vinorelbine on microtubule dynamics better than the more powerful effects of @DRUG$.	Nontumor cellular phone with normal checkpoint proteins may tolerate the comparatively less right inhibitory effects of @DRUG$ and vinorelbine on microtubule dynamics better than the more right effects of @DRUG$ .	Nontumor cells with normal checkpoint proteins may vinorelbine than relatively less powerful inhibitory effects of @DRUG$ more tolerate on microtubule dynamics better the the and powerful effects of @DRUG$ .	Nontumor cells normal checkpoint proteins may tolerate the relatively less powerful effects of @DRUG$ and vinorelbine on microtubule dynamics better the more powerful effects of @DRUG$ .	Nontumor cells with normal checkpoint proteins may tolerate the relatively less powerful inhibitory effects of @DRUG$ and vinorelbine on microtubule dynamics better than the more powerful effects of @DRUG$ .	0
0	Susceptibility of rapidly growing mycobacteria isolated from Australian cats to @DRUG$, moxidectin, ceftiofur and @DRUG$.	susceptibleness of rapidly growing mycobacteria isolated from Australian cats to @DRUG$ , moxidectin , ceftiofur and @DRUG$ .	Susceptibility of rapidly growing mycobacteria isolated Australian from cats to @DRUG$ , moxidectin , ceftiofur and @DRUG$ .	rapidly growing mycobacteria isolated from Australian cats @DRUG$ , moxidectin , ceftiofur and @DRUG$ .	The susceptibility of rapidly growing mycobacteria isolated from Australian cats to @DRUG$ is different than the susceptibility of those same bacteria to moxidectin, ceftiofur and @DRUG$.	0
0	METHODS: 12 healthy male subjects aged between 21 and 31 years (24 years median) orally received daily doses of 20 mg metal zinc as zinc gluconate and 17.4 mg metal @DRUG$ @DRUG$ zinc oxide under randomized crossover conditions for 14 days each with at least 14 days as a washout.	METHODS : 12 healthy male subjects aged between 21 and thirty one years ( 24 years median ) orally received daily acid of 20 mg metal zinc as zinc gluconate and 17.4 mg metal @DRUG$ @DRUG$ zinc oxide under randomised crossover circumstance for  days each with at least  days as a washout .	and : 12 healthy for subjects aged between 21 days 31 years ( 24 years median ) orally received daily doses of 20 each metal zinc as mg gluconate METHODS 17.4 mg metal @DRUG$ @DRUG$ zinc oxide under randomized crossover conditions male 14 days zinc with at least 14 and as a washout .	METHODS 12 healthy male subjects aged between 21 and years ( 24 years ) orally received daily doses of 20 mg metal zinc as zinc gluconate and 17.4 mg metal @DRUG$ @DRUG$ zinc oxide under randomized crossover conditions for 14 days each with at least 14 days as a .	Zinc gluconate and zinc oxide are both forms of zinc. Zinc gluconate is a mineral that is found in some foods and is also available as a dietary supplement. Zinc oxide is a mineral that is used as a sunscreen and as a treatment for skin conditions such as	1
0	SC tinzaparin 75 anti-Xa IU/kg/day showed similar thromboprophylactic efficacy to adjusted-dosage oral @DRUG$ in patients undergoing total @DRUG$ arthroplasty; in patients undergoing knee replacement, the incidence of deep vein thrombosis (DVT) was significantly lower with tinzaparin.	SC tinzaparin lxxv anti-Xa IU / kg / day showed like thromboprophylactic efficacy to adjusted - dosage oral @DRUG$ in patients undergoing full @DRUG$ arthroplasty ; in patients undergoing knee replacement , the incidence of deep nervure thrombosis ( DVT ) was significantly lower with tinzaparin .	SC tinzaparin 75 anti-Xa IU / dosage / day showed similar in efficacy to adjusted - kg oral @DRUG$ thromboprophylactic patients undergoing total @DRUG$ arthroplasty deep in patients undergoing knee replacement with the incidence of ; vein thrombosis ( DVT ) was significantly lower , tinzaparin .	SC tinzaparin 75 anti-Xa IU / kg / day showed similar thromboprophylactic efficacy to adjusted - dosage oral @DRUG$ patients undergoing total @DRUG$ arthroplasty ; in patients undergoing knee replacement , the incidence of deep thrombosis ( ) was significantly lower with tinzaparin .	SC tinzaparin 75 anti-Xa IU / kg / day showed similar thromboprophylactic efficacy to adjusted - dosage oral @DRUG$ in patients undergoing total @DRUG$ arthroplasty ; in patients undergoing knee replacement , the incidence of deep vein thrombosis	0
0	The present study evaluates the activity of @DRUG$ and the two enantiomers of 3-isobutylgaba in @DRUG$ and carrageenan-induced inflammatory pain models.	The present study evaluates the activity of @DRUG$ and the two enantiomers of ternary - isobutylgaba in @DRUG$ and carrageenan - induced inflammatory pain in the ass models .	The present study evaluates - activity of @DRUG$ and the two enantiomers of 3 - isobutylgaba in @DRUG$ the carrageenan and induced inflammatory pain models .	The present activity of @DRUG$ and the two enantiomers of 3 isobutylgaba in @DRUG$ and carrageenan - induced pain models .	The study found that @DRUG$ was more effective than the two enantiomers of 3 - isobutylgaba in reducing pain in both the carrageenan - induced inflammation model and the @DRUG$ model.	0
0	Deglycosylation by treatment with endoglycosidase-@DRUG$ resulted in a protein with a @DRUG$(r) of 35 kDa.	Deglycosylation by discussion with endoglycosidase - @DRUG$ resulted in a protein with a @DRUG$ ( radius ) of 35 kDa .	Deglycosylation by r treatment endoglycosidase - @DRUG$ resulted in a protein with a @DRUG$ ( with ) of 35 kDa .	Deglycosylation by treatment with endoglycosidase - @DRUG$ resulted in a protein a @DRUG$ ( r ) of 35 kDa .	@DRUG$ is a protein that is deglycosylated by treatment with endoglycosidase, resulting in a protein with a @DRUG$ of 35 kDa.	0
1	Two of the subjects were also given 50 mg and 100 mg of @DRUG$ in alcoholic solution and 200 @DRUG$ as a tablet.	Two of the subject were also given l mg and 100 mg of @DRUG$ in alcoholic solution and 200 @DRUG$ as a tablet .	Two of the 200 were also given 50 mg 100 and mg of @DRUG$ in alcoholic solution and subjects @DRUG$ as a tablet .	Two of the were also given 50 mg and 100 mg of @DRUG$ in alcoholic solution and 200 @DRUG$ as a .	Two of the subjects were also given 50 mg and 100 mg of @DRUG$ in alcoholic solution and 200 @DRUG$ as a tablet ."Subjects were given different doses of both DRUGA and DRUGB, and the relationship between the two drugs was observed.	0
0	Imidacloprid and acetamiprid were recovered at about 90% at the spike levels with 0.2 and 2 mg/kg in cucumber, @DRUG$, tomato, eggplant, Japanese radish, and @DRUG$.	Imidacloprid and acetamiprid were recovered at about ninety % at the spike levels with 0.2 and 2 magnesium / kg in cucumber , @DRUG$ , tomato , eggplant , nipponese radish , and @DRUG$ .	Imidacloprid and acetamiprid were recovered at about 90 % and the spike levels 0.2 eggplant and 2 mg / kg in cucumber , @DRUG$ , tomato , with , Japanese radish , at @DRUG$ .	Imidacloprid and acetamiprid were recovered at about 90 % at the spike levels with 0.2 and 2 kg cucumber , @DRUG$ , tomato eggplant , Japanese radish , and @DRUG$ .	Imidacloprid and acetamiprid were found in high concentrations in cucumber, tomato, eggplant, Japanese radish, and @DRUG$.	1
0	@DRUG$ seems to be @DRUG$ suitable a ligand as R1881 for measuring the androgen receptor.	@DRUG$ seems to be @DRUG$ suitable a ligand as R1881 for measure the androgen receptor .	@DRUG$ seems to be @DRUG$ suitable a ligand receptor R1881 for measuring the androgen as .	@DRUG$ seems @DRUG$ suitable a as R1881 for measuring the androgen receptor .	@DRUG$ is a good ligand for measuring the androgen receptor when used with R1881.	1
0	To date, only 2 broad-spectrum K(+) channel blockers, @DRUG$ (4-AP) and 3,4-diaminopyridine (@DRUG$), have been tested in MS patients.	To day of the month , only 2 broad-spectrum atomic number  ( + ) channel blockers , @DRUG$ ( 4 - AP ) and 3,4- diaminopyridine ( @DRUG$ ) , have been tested in MS patient .	To ( broad-spectrum only 2 , K MS + ) channel blockers , @DRUG$ ( 4 - AP ) and 3,4- diaminopyridine ( @DRUG$ ) , have been tested in date patients .	To , only 2 K ( + ) channel blockers @DRUG$ ( 4 - AP ) 3,4- diaminopyridine ( @DRUG$ ) , have been tested in MS patients	So far, only two drugs that block K+ channels (@DRUG$ and @DRUG$) have been tested on MS patients.	0
1	There is evidence that clonazepam, clorazepate, diazepam, @DRUG$, midazolam, nitrazepam, and @DRUG$ are excreted into breast milk.	There is evidence that clonazepam , clorazepate , valium , @DRUG$ , versed , nitrazepam , and @DRUG$ are excreted into breast milk .	There is evidence , clonazepam that clorazepate , diazepam , @DRUG$ , midazolam , nitrazepam , and @DRUG$ are breast into excreted milk .	There is evidence that clonazepam , clorazepate , diazepam , @DRUG$ nitrazepam , and @DRUG$ are excreted into breast milk .	There is evidence that clonazepam, clorazepate, diazepam, midazolam, nitrazepam, and @DRUG$ are excreted into breast milk.	1
1	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs @DRUG$ and haloperidol, new generation antipsychotics represented by risperidone, olanzapine, ziprasidone, quetiapine, and @DRUG$, as well as, with those of preferential D2/3, D4, 5-HT1A, 5-HT2A, 5-HT2C, alpha1, and alpha2 receptor ligands.	The effect of sertindole was equate to those obtained with the reference antipsychotic drugs @DRUG$ and haldol , newly generation antipsychotics represented by risperidone , olanzapine , ziprasidone , quetiapine , and @DRUG$ , as well as , with those of preferential D2/3 , D4 , fivesome - HT1A , fivesome - HT2A , fivesome - HT2C , alpha1 , and alpha2 sensory receptor ligand .	The effect of , was compared to those obtained , the reference antipsychotic drugs @DRUG$ and haloperidol , new generation antipsychotics represented by risperidone HT2C olanzapine , ziprasidone , quetiapine , and @DRUG$ , as well as , with those of preferential D2/3 , D4 , 5 - , - 5 - 5 , HT2A , HT1A sertindole alpha1 with and alpha2 receptor ligands .	The effect of sertindole was compared to those with the reference antipsychotic drugs @DRUG$ and haloperidol , new generation antipsychotics represented by risperidone , olanzapine ziprasidone , quetiapine , and @DRUG$ , well as , with those of preferential D2/3 , D4 , 5 - HT1A , 5 - HT2A 5 - HT2C , alpha1 , and alpha2 receptor ligands .	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs @DRUG$ and haloperidol , new generation antipsychotics represented by risperidone , olanzapine , ziprasidone , quetiapine , and DRU	1
0	METHODS: 334 patients >65 years with sitting systolic blood pressure (sitSBP) > or = 160 mmHg and diastolic blood pressure (sitDBP) 90-114 mmHg were randomized to 12 weeks of double-blind treatment with eprosartan, 600-800 @DRUG$ once daily (o.d.) or enalapril (5-20 mg o.@DRUG$.), with flexible dose titration to lower systolic blood pressure below 140 mmHg.	METHODS : 334 patients > 65 years with seated systolic blood pressure ( sitSBP ) > or = 160 mmHg and diastolic blood pressure ( sitDBP ) 90 - 114 mmHg were randomize to 12 weeks of double - unreasoning intervention with eprosartan , 600 - 800 @DRUG$ once daily ( o.d. ) or enalapril ( 5 - 20 milligram o.@DRUG$ . ) , with flexible loony toons titration to frown systolic blood pressure below 140 mmHg .	METHODS : 334 patients . 65 years with sitting - blood pressure ( mmHg ) > or treatment 160 mmHg and diastolic ) pressure ( sitDBP ) > systolic 114 sitSBP were randomized to 800 weeks of double - blind = with eprosartan , 600 - 12 @DRUG$ once daily ( o.d. blood or enalapril ( 5 - 20 mg o.@DRUG$ 90 ) , with flexible dose titration to lower systolic blood pressure below 140 mmHg .	METHODS 334 patients 65 years with sitting systolic blood pressure ( sitSBP ) > or = 160 mmHg and diastolic blood pressure ( sitDBP ) - 114 mmHg were randomized to weeks of double - blind treatment with eprosartan , 600 - 800 @DRUG$ once daily ( o.d. ) or enalapril ( 5 - 20 mg ) , with flexible titration to lower systolic blood pressure 140 mmHg .	334 patients were randomized to 12 weeks of double-blind treatment with eprosartan, 600-800 @DRUG$ once daily (o.d.) or enalapril (5-20 mg o.@DRUG$.), with flexible dose titration to lower systolic blood pressure	0
0	Icodextrin (Extraneal) is a high molecular weight glucose polymer developed specifically for use @DRUG$ an alternative osmotic agent to @DRUG$ during the once-daily long-dwell exchange in peritoneal dialysis (PD).	Icodextrin ( Extraneal ) is a senior high school molecular weight unit glucose polymer educate specifically for use @DRUG$ an alternative osmotic agent to @DRUG$ during the once-daily long-dwell exchange in peritoneal dialysis ( PD ) .	Icodextrin ( Extraneal ) is a high specifically weight glucose polymer developed molecular for use @DRUG$ an alternative osmotic agent during @DRUG$ to the once-daily long-dwell exchange PD peritoneal dialysis ( in ) .	Icodextrin ( Extraneal ) is a high molecular weight glucose polymer developed specifically for use @DRUG$ an alternative agent to @DRUG$ during the once-daily long-dwell exchange in peritoneal dialysis ( PD .	Icodextrin ( Extraneal ) is a high molecular weight glucose polymer which is specifically designed for use as an alternative osmotic agent to @DRUG$ during the once-daily long-dwell exchange in peritoneal dialysis ( PD ) .	1
0	In the ADAPT-1 study, 65.6% of patients who received 60 mg avatrombopag and 88.1% of patients who received 40 @DRUG$ avatrombopag @DRUG$ the primary endpoint compared with 22.9% and 38.2% of patients receiving placebo, respectively (P < .0001 for both).	indium the ADAPT - 1 study , 65.6 % of affected role who received 60 mg avatrombopag and 88.1 % of affected role who received 40 @DRUG$ avatrombopag @DRUG$ the primary winding end point compare with 22.9 % and 38.2 % of affected role receiving placebo , respectively ( P < .0001 for both ) .	In the ADAPT of 1 study , 65.6 % of received who % 60 mg avatrombopag and 88.1 % - patients who received 40 @DRUG$ avatrombopag @DRUG$ the placebo endpoint compared with 22.9 % and 38.2 patients of both receiving primary , respectively ( P < .0001 for patients ) .	In the ADAPT - 1 study 65.6 % of who received 60 mg avatrombopag and 88.1 % of patients who received @DRUG$ avatrombopag @DRUG$ the primary endpoint compared with 22.9 % 38.2 % patients receiving placebo , respectively ( P < .0001 for ) .	Avatrombopag ( @DRUG$ ) was found to be more effective than placebo in achieving the primary endpoint in both the 60 mg and 40 mg doses in the ADAPT - 1 study.	1
1	Pinaverium bromide was 30 times less potent than @DRUG$ in inhibiting intraluminal pressure responses of in vitro rat colonic segments to barium chloride, @DRUG$, FK 33-824 or field stimulation.	Pinaverium bromide was thirty times less potent than @DRUG$ in inhibiting intraluminal pressure responses of in vitro tell on colonic segments to ba chloride , @DRUG$ , FK 33 - 824 or field stimulation .	barium bromide was 30 times less potent than @DRUG$ in inhibiting intraluminal field responses 824 in vitro rat colonic segments to Pinaverium chloride , @DRUG$ , FK 33 - of or pressure stimulation .	Pinaverium bromide was 30 times less potent than @DRUG$ in inhibiting intraluminal pressure responses of in vitro rat colonic segments to barium chloride , @DRUG$ , FK 33 - 824 or field stimulation .	Pinaverium bromide was 30 times less potent than @DRUG$ in inhibiting intraluminal pressure responses of in vitro rat colonic segments to barium chloride, @DRUG$, FK 33-824 or field stimulation.	0
0	Because previous studies postulated that antipain could affect the induction of chromosomal aberrations by suppressing free radical reactions within cells, we also tested whether antipain affects X-ray-induced aberrations when present only during the time of irradiation, as is the case for free radical scavengers, such @DRUG$ L-@DRUG$.	Because previous studies call for that antipain could affect the induction of chromosomal optical aberration by suppressing disengage radical reactions within cells , we also tested whether antipain affects x radiation - induct optical aberration when present only during the time of irradiation , as is the case for disengage radical scavengers , such @DRUG$ L-@DRUG$ .	Because previous studies postulated whether - could affect the induction of chromosomal when by suppressing free radical reactions within cells , such also tested that antipain affects X-ray antipain we aberrations aberrations present only during the time of irradiation , as is the case for free radical scavengers , induced @DRUG$ L-@DRUG$ .	Because previous studies postulated that antipain could affect the induction of chromosomal aberrations by reactions within cells , we tested whether antipain affects X-ray - induced aberrations when present only during the time of irradiation as is the for free radical scavengers , such @DRUG$ L-@DRUG$ .	Because previous studies postulated that antipain could affect the induction of chromosomal aberrations by suppressing free radical reactions within cells , we also tested whether antipain affects X-ray - induced aberrations when present only during the time of irradiation , as is the case for free radical scavengers	1
0	In October 2016, @DRUG$ received its first global approval, in the USA, for use in combination with @DRUG$ for the treatment of adult patients with soft tissue sarcoma.	In October 2016 , @DRUG$ received its first spherical approval , in the united states , for use in combination with @DRUG$ for the treatment of full grown patients with soft tissue sarcoma .	adult October 2016 soft @DRUG$ received its first approval global , in the USA , for use in combination with @DRUG$ for the treatment of In patients with , tissue sarcoma .	In October 2016 , @DRUG$ received its first global , in the USA , for use in combination with @DRUG$ for the treatment of adult patients with soft tissue sarcoma .	@DRUG$ is a drug that is approved for use in combination with @DRUG$ for the treatment of adult patients with soft tissue sarcoma.	0
0	Used at a dose of 2 micrograms/ml, CA provoked a sharp drop in the production of @DRUG$, @DRUG$ and 11-deoxycortisol.	Used at a dose of 2 micrograms / ml , ca provoked a sharp leave out in the production of @DRUG$ , @DRUG$ and 11 - deoxycortisol .	Used at a dose of 2 micrograms / ml , CA provoked a sharp , - the production of @DRUG$ drop @DRUG$ and 11 in deoxycortisol .	Used at a dose of 2 micrograms ml , provoked a sharp drop in the production of @DRUG$ , @DRUG$ and - deoxycortisol .	When CA was used at a dose of 2 micrograms / ml, it caused a sharp drop in the production of @DRUG$, @DRUG$, and 11-deoxycortisol.	0
0	The MIPs with selectivity and high affinity to florfenicol were successfully applied @DRUG$ solid-phase extraction materials to extract and clean up the @DRUG$ in milk, followed by liquid chromatography-tandem mass spectrometry (LC-MS) analysis.	The mips with selectivity and high pitched affinity to florfenicol were successfully applied @DRUG$ solid- phase origin materials to extract and clean up the @DRUG$ in milk , followed by liquid chromatography - tandem bicycle mass spectrometry ( LC - MS ) analysis .	liquid MIPs with selectivity and high affinity to florfenicol clean successfully applied @DRUG$ solid- phase extraction materials to extract and were followed the @DRUG$ in milk , spectrometry by The chromatography - tandem mass up ( LC - MS ) analysis .	The MIPs with selectivity and high affinity to florfenicol were successfully applied @DRUG$ solid- phase extraction materials to extract and clean up @DRUG$ in milk , followed liquid chromatography tandem mass spectrometry LC MS analysis .	The materials with selectivity and high affinity to florfenicol were successfully applied to extract and clean up the in milk , followed by analysis .	1
0	An accumulating body of clinical and toxicological literature has appeared since 2010 describing neutropenia, agranulocytosis, leukoencephalopathy and vasculitis in cases associated with @DRUG$-adulterated @DRUG$.	An accumulating body of clinical and toxicological lit has appeared since 2010 describing neutropenia , agranulosis , leukoencephalopathy and vasculitis in cases associated with @DRUG$ - adulterated @DRUG$ .	An accumulating body of with associated toxicological literature has appeared since 2010 describing neutropenia , agranulocytosis , leukoencephalopathy and vasculitis in cases and clinical @DRUG$ - adulterated @DRUG$ .	An accumulating body of clinical and toxicological literature has appeared since 2010 neutropenia , leukoencephalopathy and vasculitis in cases associated @DRUG$ - adulterated @DRUG$ .	Since 2010, there have been a number of cases of neutropenia, agranulocytosis, leukoencephalopathy, and vasculitis reported in people who have taken @DRUG$, which is an adulterated form of @DRUG$.	0
0	For patients with strongly suspected (or confirmed) HIT, whether or not complicated by thrombosis, we recommend use of an alternative, nonheparin anticoagulant (danaparoid [Grade 1B], lepirudin [Grade 1C], argatroban [Grade 1C], fondaparinux [Grade 2C], or @DRUG$ [Grade 2C]) over the further use of unfractionated heparin (UFH) or low-molecular-weight heparin (LMWH) therapy or initiation/continuation of @DRUG$ antagonists (VKAs) [Grade 1B].	For patients with powerfully suspect ( or sustain ) reach , whether or not complicate by thrombosis , we urge use of an alternative , nonheparin decoagulant ( danaparoid [ form 1B ] , lepirudin [ form 1C ] , argatroban [ form 1C ] , fondaparinux [ form 2C ] , or @DRUG$ [ form 2C ] ) over the further use of unfractionated heparin ( UFH ) or low-molecular - slant heparin ( LMWH ) therapy or initiation / continuation of @DRUG$ antagonists ( VKAs ) [ form 1B ] .	For patients with strongly suspected ( or confirmed , HIT , whether or not complicated by thrombosis , or UFH danaparoid of an alternative [ nonheparin anticoagulant ( use [ Grade 1B ] , [ [ Grade 1C ] , argatroban [ Grade 1C ] , fondaparinux [ lepirudin 2C ] , or @DRUG$ LMWH Grade 2C ] ) over the further use of unfractionated heparin ( recommend ) we low-molecular ) weight heparin ( Grade ) therapy or initiation / continuation of @DRUG$ antagonists ( VKAs ) - Grade 1B ] .	For patients with strongly suspected ( or confirmed ) HIT , whether or not complicated by thrombosis , we recommend use of an alternative , nonheparin anticoagulant ( danaparoid [ Grade 1B ] lepirudin [ Grade 1C ] , argatroban Grade 1C ] , fondaparinux [ Grade 2C ] , or @DRUG$ [ Grade 2C ] ) over the further use of unfractionated heparin ( UFH ) or low-molecular - weight heparin ( LMWH ) therapy or initiation / continuation of @DRUG$ antagonists ( VKAs ) [ Grade 1B ] .	For patients with strongly suspected ( or confirmed ) HIT , whether or not complicated by thrombosis , we recommend use of an alternative , nonheparin anticoagulant ( danaparoid [ Grade 1B ] , lepirudin [ Grade 1C ] , argatro	1
0	Those who @DRUG$ the required criteria proceeded to the second part (ONO-4538-14), and received the @DRUG$ dose as in part one every 2 weeks.	Those who @DRUG$ the required criteria proceeded to the arcsecond part ( ono - 4538 - 14 ) , and received the @DRUG$ dose as in part unmatched every 2 weeks .	Those who @DRUG$ the required criteria proceeded to the second part ( ONO part 4538 - 14 ) every and received the @DRUG$ dose - in as one , 2 weeks .	Those who @DRUG$ the criteria proceeded to the second part ( ONO - 4538 - 14 ) , and received the @DRUG$ dose as part one every 2 weeks .	If you met the requirements for @DRUG$, you then received the @DRUG$ dose every 2 weeks.	0
0	Prostanoids have been divided into @DRUG$ analogues (@DRUG$, latanoprost and travoprost) and prostamides (bimatoprost) because of differences in molecular structures.	Prostanoids have been dual lane into @DRUG$ analogues ( @DRUG$ , latanoprost and travoprost ) and prostamides ( bimatoprost ) because of differences in molecular body structure .	prostamides have been divided into @DRUG$ analogues ( @DRUG$ travoprost latanoprost and , ) and Prostanoids ( bimatoprost ) because of differences in molecular structures .	Prostanoids been divided into @DRUG$ analogues ( @DRUG$ latanoprost and ) and prostamides ( bimatoprost ) of differences in molecular structures .	Prostanoids have been divided into two groups - @DRUG$ analogues ( latanoprost and travoprost ) and prostamides ( bimatoprost ) - because of differences in molecular structures .	1
0	In the clinical trials in patients with heart failure, @DRUG$ at doses of 30, 60, and 90 mg/d was associated with mean weight changes of -1.80, -2.10, and -2.05 kg, respectively, versus -0.60 kg with placebo (P = 0.002, @DRUG$ = 0.002, and P = 0.009).	hoosier state the clinical trials in patients with heart failure , @DRUG$ at cupids disease of  , 60 , and 90 milligram /d was associated with stand for weight changes of - 1.80 , - 2.10 , and - 2.05 kg , respectively , versus - 0.60 kg with placebo ( phosphorus = 0.002 , @DRUG$ = 0.002 , and phosphorus = 0.009 ) .	In the clinical trials in patients with heart failure , @DRUG$ at doses of 30 , 60 , and 90 mg /d , associated with mean weight changes of - 1.80 , 2.05 2.10 , 0.002 respectively - kg 0.60 - , and - , kg with placebo ( P = 0.002 was @DRUG$ = and , versus P = 0.009 ) .	In the clinical trials patients with heart failure , @DRUG$ at doses of 30 , 60 , and mg /d was associated with mean weight changes of - 1.80 , - 2.10 , - 2.05 kg , respectively versus - 0.60 kg placebo ( P = 0.002 , @DRUG$ = 0.002 , and = 0.009 ) .	In the clinical trials in patients with heart failure, @DRUG$ at doses of 30, 60, and 90 mg/d was associated with mean weight changes of -1.80, -2.10, and -2.05 kg, respectively, versus -0.60 kg with placebo (	1
0	Hypertensive patients were randomized to treatment with placebo (15 days) or lercanidipine 20 @DRUG$/@DRUG$ (15 days).	hypertensive patients were randomized to treatment with placebo (  days ) or lercanidipine 20 @DRUG$ / @DRUG$ (  days ) .	Hypertensive patients placebo randomized to 15 with were ( treatment days ) or lercanidipine 20 @DRUG$ / @DRUG$ ( 15 days ) .	Hypertensive to treatment with placebo ( 15 days ) lercanidipine @DRUG$ / @DRUG$ ( 15 days ) .	Patients with high blood pressure were given either a placebo (15 days) or lercanidipine (20 mg/day) (15 days).	1
1	@DRUG$ was as effective as @DRUG$ in providing symptomatic relief for over 8700 patients with rheumatoid arthritis.	@DRUG$ was as effective as @DRUG$ in providing symptomatic relief for over 8700 affected role with rheumatoid arthritis .	@DRUG$ was as effective as @DRUG$ in providing symptomatic relief 8700 over for patients with rheumatoid arthritis .	@DRUG$ effective as @DRUG$ in providing symptomatic relief for over 8700 patients with rheumatoid .	@DRUG$ was just as effective as @DRUG$ in providing relief from symptoms for over 8700 patients with rheumatoid arthritis.	0
0	After four weeks of treatment, oestrone and oestrone sulphate levels were also suppressed to a greater extent by anastrozole compared with @DRUG$ (oestrone: 85% versus 67%, respectively, P = 0.0043; oestrone sulphate: 92% versus 67%, respectively, @DRUG$ = 0.0007).	afterwards four weeks of treatment , oestrone and oestrone sulphate levels were besides suppressed to a big extent by anastrozole compared with @DRUG$ ( oestrone : 85 % versus sixty seven % , respectively , p = 0.0043 ; oestrone sulphate : 92 % versus sixty seven % , respectively , @DRUG$ = 0.0007 ) .	% four weeks of treatment , , and oestrone sulphate levels were also suppressed to a greater extent oestrone anastrozole compared with @DRUG$ ( oestrone : 85 % versus 67 67 , respectively , P = 0.0043 ; by sulphate : 92 % versus After % ) respectively , @DRUG$ = 0.0007 oestrone .	four weeks of treatment , oestrone and oestrone sulphate levels were also suppressed to a greater extent by anastrozole compared with @DRUG$ ( oestrone 85 % 67 % , respectively P = 0.0043 ; sulphate : 92 % versus 67 % , respectively , @DRUG$ = 0.0007 ) .	After four weeks of treatment, oestrone and oestrone sulphate levels were also suppressed to a greater extent by anastrozole compared with @DRUG$ (oestrone: 85% versus 67%, respectively, P=0.0043; oestrone sulphate: 92	1
0	They received placebo, @DRUG$ 2.5 mg, @DRUG$ 8 mg or the combination of the two active treatments according to a double-blind, randomised, balanced, crossover design.	They received placebo , @DRUG$ 2.5 mg , @DRUG$ eighter mg or the combination of the two active treatments according to a double - blind , randomised , poise , crossover innovation .	They received placebo - @DRUG$ 2.5 mg , @DRUG$ 8 mg or the combination of the two active treatments double to a according , blind , randomised , balanced , crossover design .	They received placebo , @DRUG$ 2.5 mg , @DRUG$ 8 mg or the combination of the two active treatments according to a double - blind , randomised , balanced , crossover design .	The participants received either a placebo, @DRUG$ 2.5 mg, @DRUG$ 8 mg or a combination of the two active treatments, but they didn't know which one they were getting.	0
0	Besides identifying seven known @DRUG$ metabolites (6-hydroxymelatonin glucuronide, 6-hydroxymelatonin @DRUG$, N-acetylserotonin glucuronide, N-acetylserotonin sulfate, 6-hydroxymelatonin, 2-oxomelatonin, 3-hydroxymelatonin), principal components analysis of urinary metabolomes also uncovered seven new MEL metabolites, including MEL glucuronide, cyclic MEL, cyclic N-acetylserotonin glucuronide, cyclic 6-hydroxymelatonin; 5-hydroxyindole-3-acetaldehyde, di-hydroxymelatonin and its glucuronide conjugate.	Besides name seven known @DRUG$ metabolites ( 6-hydroxymelatonin glucuronide , 6-hydroxymelatonin @DRUG$ , N-acetylserotonin glucuronide , N-acetylserotonin sulphate , 6-hydroxymelatonin , 2-oxomelatonin , 3- hydroxymelatonin ) , main component depth psychology of urinary metabolomes also uncovered seven new MEL metabolites , including MEL glucuronide , cyclical MEL , cyclical N-acetylserotonin glucuronide , cyclical 6 - hydroxymelatonin ; 5 - hydroxyindole -3 - acetaldehyde , di-hydroxymelatonin and its glucuronide conjugate .	Besides identifying seven , @DRUG$ metabolites ( 6-hydroxymelatonin glucuronide , 6-hydroxymelatonin @DRUG$ , N-acetylserotonin glucuronide , N-acetylserotonin sulfate , 6-hydroxymelatonin , 2-oxomelatonin , 3- hydroxymelatonin ) , principal components analysis of urinary metabolomes also uncovered , new MEL metabolites MEL glucuronide , glucuronide , cyclic MEL including cyclic N-acetylserotonin glucuronide , cyclic 6 - hydroxymelatonin ; 5 - hydroxyindole -3 - acetaldehyde seven di-hydroxymelatonin and its known conjugate .	Besides identifying seven known @DRUG$ metabolites ( 6-hydroxymelatonin glucuronide , 6-hydroxymelatonin @DRUG$ , glucuronide , N-acetylserotonin sulfate , 6-hydroxymelatonin , 2-oxomelatonin , 3- hydroxymelatonin , principal components analysis of urinary metabolomes also uncovered MEL metabolites , including MEL glucuronide , cyclic MEL , cyclic N-acetylserotonin glucuronide , cyclic 6 - hydroxymelatonin ; 5 - hydroxyindole -3 - acetaldehyde , di-hydroxymelatonin and glucuronide conjugate .	@DRUG$ is metabolized into @DRUG$, as well as seven other metabolites. These metabolites are then excreted in urine.	0
0	Chlordiazepoxide (12.5 mg/kg b.d.) and midazolam (0.75 mg/kg b.@DRUG$.) induced a slowly evolving tolerance over 15 days whereas @DRUG$ (0.6 mg/kg b.d.) induced a very marked rapid tolerance which developed no further during 6 days treatment.	Chlordiazepoxide ( 12.5 mg / kg b.d. ) and midazolam ( 0.75 mg / kg b.@DRUG$ . ) induced a slowly evolving permissiveness over 15 day whereas @DRUG$ ( 0.6 mg / kg b.d. ) induced a very brand speedy permissiveness which developed no further during 6 day discourse .	Chlordiazepoxide days 12.5 mg / kg b.d. ) and midazolam ( 0.75 mg / kg b.@DRUG$ . ) induced a slowly evolving ) over marked days whereas @DRUG$ ( 0.6 mg tolerance kg b.d. / induced a very 15 rapid tolerance treatment developed no further during 6 ( which .	Chlordiazepoxide 12.5 mg / kg b.d. ) and midazolam ( 0.75 mg / kg b.@DRUG$ . induced a slowly evolving tolerance over 15 days whereas ( 0.6 mg / kg b.d. ) induced a very rapid tolerance which developed no further during 6 days treatment .	Chlordiazepoxide ( 12.5 mg / kg b.d. ) and midazolam ( 0.75 mg / kg b.@DRUG$ . ) induced a slowly evolving tolerance over 15 days whereas @DRUG$ ( 0.6 mg / kg b.d. ) induced	0
1	Compared with @DRUG$ (DRSP) monotherapy, DRSP plus @DRUG$ was better in reducing body mass index (BMI), luteinizing hormone (LH) and low-density lipoprotein cholesterol (LDL-C).	Compared with @DRUG$ ( DRSP ) monotherapy , DRSP asset @DRUG$ was better in trim down body mass index ( BMI ) , luteinizing hormone ( LH ) and low density lipoprotein cholesterol ( LDL - C ) .	Compared with @DRUG$ ) was ( monotherapy , DRSP plus @DRUG$ DRSP better in reducing body mass index ( BMI ) , and hormone ( LH ) luteinizing low-density lipoprotein cholesterol ( LDL - C ) .	Compared with @DRUG$ ( DRSP ) monotherapy , DRSP plus @DRUG$ better in reducing body mass index ( BMI ) , luteinizing hormone ( LH ) and low-density lipoprotein cholesterol ( LDL - C ) .	Compared with @DRUG$ ( DRSP ) monotherapy , DRSP plus @DRUG$ was better in reducing body mass index ( BMI ) , luteinizing hormone ( LH ) and low-density lipoprotein cholesterol ( LDL - C ) ."In other words, using DRUG	0
0	@DRUG$ @DRUG$ exhibited high and prolonged concentrations in saliva where concentrations with the clonidine HCl tablet were negligible.	@DRUG$ @DRUG$ exhibited high pitched and prolonged concentrations in saliva where concentrations with the clonidine HCl tablet were negligible .	@DRUG$ @DRUG$ exhibited high and prolonged concentrations in where saliva concentrations with the clonidine HCl tablet were negligible .	@DRUG$ @DRUG$ exhibited high prolonged in saliva where concentrations with the clonidine HCl tablet were negligible .	The concentration of @DRUG$ was much higher than the concentration of @DRUG$ in saliva.	0
0	Boric acid was compared with nystatin, @DRUG$, flucytosine, itraconazole, clotrimazole, ketoconazole, fluconazole, buconazole, and @DRUG$; as monotherapy, boric acid was studied in 7 studies.	boric blistering was compared with nystatin , @DRUG$ , flucytosine , itraconazole , clotrimazole , ketoconazole , fluconazole , buconazole , and @DRUG$ ; as monotherapy , boric blistering was examine in 7 studies .	Boric monotherapy was compared with nystatin , @DRUG$ , as , itraconazole , fluconazole , ketoconazole , clotrimazole , buconazole , and @DRUG$ ; flucytosine acid , boric acid was studied in 7 studies .	Boric acid was compared with nystatin , @DRUG$ , flucytosine , itraconazole , clotrimazole , ketoconazole , fluconazole , buconazole , and @DRUG$ ; as monotherapy , boric acid was studied in 7 studies .	Boric acid was compared with nystatin, @DRUG$, flucytosine, itraconazole, clotrimazole, ketoconazole, fluconazole, buconazole, and @DRUG$; as monotherapy, boric acid was	0
0	Over the past 15 years we have treated 526 patients with severe hyperkinetic movement disorders with @DRUG$ (TBZ), a monoamine-depleting and a @DRUG$-receptor-blocking drug.	Over the past 15 yr we have treated 526 patients with hard hyperkinetic motility disorders with @DRUG$ ( TBZ ) , a monoamine - depleting and a @DRUG$ - receptor- blocking drug .	a the past 15 years a have treated - patients with severe hyperkinetic movement disorders with @DRUG$ ( TBZ ) , Over monoamine 526 depleting and we @DRUG$ - receptor- blocking drug .	Over the past 15 years we have treated 526 patients severe hyperkinetic movement @DRUG$ ( TBZ ) , a monoamine - depleting and a @DRUG$ - receptor- blocking drug .	We have used @DRUG$ to treat hyperkinetic movement disorders in 526 patients over the past 15 years. DRUGA is a monoamine-depleting drug, while @DRUG$ is a receptor-blocking drug.	0
1	Selective ALK inhibitor @DRUG$ with potent antitumor activity in models of @DRUG$ resistance.	Selective ALK inhibitor @DRUG$ with powerful antitumor activity in models of @DRUG$ resistance .	potent ALK inhibitor @DRUG$ with Selective antitumor activity in models of @DRUG$ resistance .	Selective ALK inhibitor @DRUG$ with potent antitumor activity in models of @DRUG$ resistance .	@DRUG$ is a selective ALK inhibitor that has potent antitumor activity in models of @DRUG$ resistance.	0
0	Neonatal serum levels of @DRUG$ (Mg), calcium (Ca), phosphorus (P) and @DRUG$ (ALP) were reviewed.	Neonatal serum levels of @DRUG$ ( Mg ) , calcium ( atomic number  ) , phosphorus ( p ) and @DRUG$ ( ALP ) were reviewed .	Neonatal serum levels of @DRUG$ ( Mg ) ) phosphorus ( Ca ) , calcium ( P ) and @DRUG$ ( ALP , were reviewed .	Neonatal serum levels @DRUG$ ( Mg ) , calcium ( Ca ) , phosphorus ( P ) @DRUG$ ( ALP were reviewed	The levels of @DRUG$, calcium, phosphorus, and @DRUG$ were all studied in newborns.	0
0	At confluency, medium was replaced with 100 microL of varying concentrations of preservatives: benzalkonium chloride (BAK), methyl paraben (MP), sodium perborate (SP), chlorobutanol (Cbl), and stabilized thimerosal (Thi); varying concentrations of buffer: @DRUG$; media (viable control); and @DRUG$ (dead control).	At confluency , metier was replaced with 100 microL of varying concentrations of preservatives : benzalkonium chloride ( BAK ) , methyl paraben ( mp ) , sodium perborate ( SP ) , chlorobutanol ( Cbl ) , and stabilized merthiolate ( Thi ) ; varying concentrations of polisher : @DRUG$ ; culture medium ( viable control ) ; and @DRUG$ ( absolutely control ) .	At confluency , paraben was replaced with 100 ( of varying concentrations of preservatives : ( chloride ) BAK ) , methyl ( ( MP ) buffer sodium perborate ( SP ) , chlorobutanol ( Cbl ) , and stabilized thimerosal microL Thi medium ; varying concentrations of , : @DRUG$ ; media ( viable control ) ; and @DRUG$ benzalkonium dead control ) .	At confluency , was with 100 microL of varying concentrations of preservatives : benzalkonium chloride ( BAK ) , methyl paraben ( MP ) , sodium perborate ( SP ) , chlorobutanol ( Cbl ) , and thimerosal ( Thi ) ; varying concentrations of buffer : @DRUG$ media ( viable control ) ; and @DRUG$ ( dead control ) .	At confluency, medium was replaced with 100 microL of varying concentrations of preservatives: benzalkonium chloride (BAK), methyl paraben (MP), sodium perborate (SP), chlorobutanol (Cbl), and stabilized thimerosal (Thi); varying	1
1	Despite a 50-fold lower binding affinity to MOR, the analgesic potency of tapentadol was only two to three times lower than that of @DRUG$, suggesting that the dual mode of action of @DRUG$ may result in an opiate-sparing effect.	Despite a 50 - folding lower binding affinity to MOR , the analgesic authorisation of tapentadol was only two to tierce times lower than that of @DRUG$ , suggesting that the dual mode of action of @DRUG$ may result in an opiate-sparing impression .	Despite a two analgesic fold lower binding affinity to MOR , the opiate-sparing of potency tapentadol was only 50 to three times lower than that of @DRUG$ , suggesting that the dual mode of action of @DRUG$ may result in an - effect .	Despite a 50 - fold lower affinity to MOR the potency tapentadol was only two to three times lower than that of @DRUG$ , suggesting that the dual mode of action of @DRUG$ may result in opiate-sparing effect .	Despite a 50 - fold lower binding affinity to MOR , the analgesic potency of tapentadol was only two to three times lower than that of @DRUG$ .	1
0	Enalapril 10 to 40 mg/day administered either once or twice daily is effective in lowering blood pressure in all grades of essential and renovascular hypertension, and shows similar efficacy to usual therapeutic dosages of @DRUG$, beta-blockers (@DRUG$, atenolol and metoprolol) and captopril.	Enalapril 10 to 40 mg / clarence shepard day jr administered either once or twice daily is effective in lowering lineage atmospheric pressure in all grades of essential and renovascular hypertension , and shows like efficacy to common therapeutic dosages of @DRUG$ , beta- blockers ( @DRUG$ , atenolol and metoprolol ) and captopril .	day 10 to 40 mg / Enalapril lowering either once grades , daily is of in administered blood pressure in all or effective essential and renovascular hypertension , and shows similar efficacy to usual therapeutic dosages of @DRUG$ twice beta- blockers ( @DRUG$ , atenolol and metoprolol ) and captopril .	Enalapril 10 to mg / day administered either once or twice daily is effective in lowering blood pressure in all grades of essential renovascular hypertension and similar efficacy to usual therapeutic dosages of @DRUG$ , beta- blockers ( @DRUG$ , atenolol and metoprolol ) and captopril .	Enalapril 10 to 40 mg / day administered either once or twice daily is effective in lowering blood pressure in all grades of essential and renovascular hypertension , and shows similar efficacy to usual therapeutic dosages of @DRUG$ and captopril .	1
0	Oral @DRUG$ Corrects or Prevents @DRUG$ Deficiency in Children With Chronic Cholestasis.	Oral @DRUG$ Corrects or Prevents @DRUG$ Deficiency in Children With Chronic cholestasis .	Oral @DRUG$ Corrects or Prevents @DRUG$ Deficiency With Children in Chronic Cholestasis .	Oral @DRUG$ Corrects or Prevents @DRUG$ Deficiency in With Chronic Cholestasis .	Oral @DRUG$ can correct or prevent @DRUG$ deficiency in children with chronic cholestasis.	0
0	STUDY DESIGN: In this randomized, double-blind, multicenter US-based study, women (18-40 years) received 24 weeks (six cycles) of EE/@DRUG$/levomefolate @DRUG$ or EE/drsp for 24 days followed by 4 days of levomefolate calcium alone or placebo, respectively.	STUDY DESIGN : In this randomized , double - blind , multicenter uracil - based study , cleaning lady ( xviii - 40 years ) received 24 weeks ( six cycles ) of EE / @DRUG$ / levomefolate @DRUG$ or EE / drsp for 24 days followed by tetrad days of levomefolate ca alone or placebo , respectively .	STUDY ) : In this randomized , double - blind , multicenter for - ( study , women based 18 - 40 years ) received 24 weeks ( six cycles DESIGN of EE / @DRUG$ / levomefolate @DRUG$ 4 EE / drsp US 24 days , by or days of levomefolate calcium alone or placebo followed respectively .	STUDY DESIGN : In this randomized , double blind multicenter US - based , women ( - 40 years ) received 24 weeks ( six cycles ) EE / @DRUG$ / levomefolate @DRUG$ or EE / drsp for days followed by 4 of levomefolate calcium alone or placebo respectively .	In this study, women received 24 weeks of EE/@DRUG$/levomefolate @DRUG$ or EE/drsp for 24 days followed by 4 days of levomefolate calcium alone or placebo, respectively.	0
1	In phase II and III trials, @DRUG$ was compared with cyclosporine (in combination with basiliximab, @DRUG$, and steroids).	In form II and troika trials , @DRUG$ was compared with cyclosporine ( in combination with basiliximab , @DRUG$ , and steroids ) .	In and II and III trials , @DRUG$ was compared with cyclosporine ( in combination with basiliximab phase @DRUG$ , , steroids ) .	In II and III trials , @DRUG$ was compared with cyclosporine ( in combination with basiliximab @DRUG$ , and steroids ) .	@DRUG$ was compared with cyclosporine ( in combination with basiliximab , @DRUG$ , and steroids ) in phase II and III trials .	0
0	@DRUG$ is the first once-daily protease inhibitor for the treatment of human immunodeficiency virus type 1 infection and should be used only in combination therapy, @DRUG$ part of a highly active antiretroviral therapy (HAART) regimen.	@DRUG$ is the first once-daily protease inhibitor for the handling of human immunodeficiency computer virus type 1 infection and should be used only in combination therapy , @DRUG$ part of a highly active antiretroviral therapy ( HAART ) regime .	@DRUG$ is the first highly protease inhibitor for 1 treatment of human immunodeficiency virus type the infection and should , used only in combination therapy be @DRUG$ part of a once-daily active antiretroviral therapy ( HAART ) regimen .	@DRUG$ is the first once-daily protease inhibitor for the treatment of immunodeficiency virus type infection should be used only in combination therapy , @DRUG$ part of a highly active antiretroviral therapy HAART ) regimen .	@DRUG$ is a drug that is used to treat human immunodeficiency virus type 1 infection, and should only be used in combination with other drugs. @DRUG$ is one of the drugs that should be used in combination with DRUGA in order to treat human immunodeficiency virus	0
0	Fifty-six pigs received 2.5 @DRUG$/kg of tulathromycin 10% formulation by either intramuscular (i.m.) or intravenous (i.v.) route in two studies: study A (10 pigs, i.m. and 10 pigs, i.v.) and study B (36 pigs, i.@DRUG$.).	Fifty - hexad devour received 2.5 @DRUG$ / kilogram of tulathromycin  % formulation by either intramuscular ( i.m. ) or intravenous ( i.v. ) route in two studies : study deoxyadenosine monophosphate (  devour , i.m. and  devour , i.v. ) and study B ( 36 devour , i.@DRUG$ . ) .	Fifty - pigs pigs received 2.5 @DRUG$ / B of tulathromycin ( % formulation by 10 intramuscular either i.m. ) or intravenous ( i.v. ) route in two studies : study A ( 36 pigs , i.m. and 10 pigs , i.v. ) and study kg ( 10 six , i.@DRUG$ . ) .	Fifty - six pigs received 2.5 @DRUG$ / kg of tulathromycin 10 % formulation by either intramuscular ( i.m. ) or intravenous ( ) route two studies : study A ( pigs i.m. and 10 pigs , i.v. ) and study B ( 36 pigs , i.@DRUG$ . ) .	Fifty - six pigs received 2.5 @DRUG$ / kg of tulathromycin 10 % formulation by either intramuscular ( i.m. ) or intravenous ( i.v. ) route in two studies : study A ( 10 pigs , i.m. and 10	1
1	Lansoprazole 30 mg/day, omeprazole 20 @DRUG$/day and @DRUG$ 40 mg/day all provided similar symptom relief in these patients.	Lansoprazole 30 mg / day , omeprazole 20 @DRUG$ / day and @DRUG$ xl mg / day all provided similar symptom relievo in these patients .	Lansoprazole 30 mg / in , omeprazole 20 @DRUG$ / day mg @DRUG$ 40 and / day all provided similar symptom relief day these patients .	Lansoprazole 30 mg / , omeprazole 20 @DRUG$ / day and @DRUG$ 40 mg / day all provided symptom relief in these patients .	Lansoprazole 30 mg / day is just as effective as omeprazole 20 mg / day and @DRUG$ 40 mg / day when it comes to relieving symptoms in these patients .	1
0	Rotenone, a pesticide and complex I inhibitor, causes nigrostriatal degeneration similar to Parkinson disease pathology in a chronic, systemic, in vivo rodent model [M. Alam, @DRUG$.J. Schmidt, @DRUG$ destroys dopaminergic neurons and induces parkinsonian symptoms in rats, Behav.	rotenone , a pesticide and complex I inhibitor , causes nigrostriatal degeneration standardized to james parkinson disease pathology in a chronic , systemic , in vivo rodent model [ M. Alam , @DRUG$ .J. schmidt , @DRUG$ destroys dopaminergic neurons and induces parkinsonian symptoms in rats , Behav .	Rotenone , a pesticide and complex I inhibitor , causes nigrostriatal degeneration similar to pathology disease Parkinson in a , , systemic , rodent vivo in model rats M. Alam , @DRUG$ .J. Schmidt , @DRUG$ destroys dopaminergic neurons and induces parkinsonian symptoms in [ chronic Behav .	Rotenone , a pesticide complex I inhibitor , causes nigrostriatal degeneration similar to disease pathology in a chronic , systemic in rodent model M. Alam , @DRUG$ .J. Schmidt , @DRUG$ destroys dopaminergic and induces parkinsonian symptoms in rats , Behav .	Rotenone, a pesticide and complex I inhibitor, causes nigrostriatal degeneration similar to Parkinson disease pathology in a chronic, systemic, in vivo rodent model [M. Alam, @DRUG$.J. Schmidt, @DRUG$ destroys dopaminergic neurons and induces parkinsonian symptoms	0
0	The antioxidant property of the @DRUG$, namely, @DRUG$ and daidzein is well established in different experimental models and also in clinical studies.	The antioxidant property of the @DRUG$ , namely , @DRUG$ and daidzein is good established in different experimental models and likewise in clinical studies .	The antioxidant property of the @DRUG$ , namely , @DRUG$ and daidzein is well established in different clinical and models also in experimental studies .	The antioxidant property of @DRUG$ , namely , @DRUG$ and daidzein is established in different experimental models and also clinical studies .	The antioxidant property of the @DRUG$, namely, @DRUG$ and daidzein is well established in different experimental models and also in clinical studies.	0
0	Ceftriaxone @DRUG$ effective as long-acting @DRUG$ in short-course treatment of meningococcal meningitis during epidemics: a randomised non-inferiority study.	Ceftriaxone @DRUG$ effective as long-acting @DRUG$ in short-course intervention of meningococcal meningitis during epidemics : a randomised non-inferiority discipline .	meningococcal @DRUG$ effective meningitis long-acting @DRUG$ in short-course treatment of Ceftriaxone as during epidemics : a randomised non-inferiority study .	Ceftriaxone @DRUG$ effective as long-acting @DRUG$ in short-course treatment of meningococcal meningitis during epidemics : a randomised non-inferiority study .	Ceftriaxone is an effective long-acting drug in short-course treatment of meningococcal meningitis during epidemics.	1
0	INTERPRETATION: Oral @DRUG$ etexilate was @DRUG$ effective as enoxaparin in reducing the risk of venous thromboembolism after total hip replacement surgery, with a similar safety profile.	INTERPRETATION : Oral @DRUG$ etexilate was @DRUG$ effective as enoxaparin in reducing the risk of venous thromboembolism after total hip to replacement surgery , with a similar safety visibility .	INTERPRETATION : Oral @DRUG$ etexilate was @DRUG$ effective as enoxaparin in reducing the risk of venous thromboembolism after replacement hip total surgery , similar a with safety profile .	INTERPRETATION : Oral @DRUG$ etexilate was @DRUG$ effective as enoxaparin reducing the risk venous thromboembolism after total surgery , with a similar safety profile .	@DRUG$ was found to be just as effective as the drug enoxaparin in reducing the risk of venous thromboembolism after total hip replacement surgery, with a similar safety profile.	1
0	@DRUG$ was as effective @DRUG$ leuprolide at reducing testosterone <or=0.5 ng/ml from 1 month to study end.	@DRUG$ was as effective @DRUG$ leuprolide at reducing testosterone < or =0.5 ng / ml from 1 calendar month to field of study end .	@DRUG$ was ml effective @DRUG$ leuprolide at reducing ng < or =0.5 testosterone / as from 1 month to study end .	@DRUG$ was as effective @DRUG$ leuprolide at reducing testosterone < or =0.5 ng / ml from 1 month to study .	@DRUG$ was just as effective as @DRUG$ leuprolide at reducing testosterone levels from 1 month to the study's end.	0
0	@DRUG$, @DRUG$ and cefuroxime axetil are beta-lactam antibiotics that are administered orally.	@DRUG$ , @DRUG$ and zinacef axetil are beta-lactam antibiotics that are administered orally .	@DRUG$ , @DRUG$ and cefuroxime axetil that beta-lactam antibiotics are are administered orally .	@DRUG$ , @DRUG$ and cefuroxime axetil are beta-lactam antibiotics that are administered orally .	Beta-lactam antibiotics that are administered orally include @DRUG$, @DRUG$ and cefuroxime axetil.	0
0	STUDY DESIGN: In this randomized, double-blind, multicenter US-based study, women (18-40 years) received 24 weeks (six cycles) of EE/drsp/levomefolate @DRUG$ or EE/@DRUG$ for 24 days followed by 4 days of levomefolate calcium alone or placebo, respectively.	STUDY DESIGN : In this randomize , double - blind , multicenter US - found study , women ( 18 - 40 years ) received 24 weeks ( sestet cycles ) of EE / drsp / levomefolate @DRUG$ or EE / @DRUG$ for 24 years followed by 4 years of levomefolate calcium alone or placebo , severally .	STUDY DESIGN : ( this randomized , double blind 24 , multicenter US - based study , women ( 18 - 40 years ) received 24 weeks In six cycles ) of EE respectively drsp followed levomefolate @DRUG$ or EE / @DRUG$ for - days / by 4 days of levomefolate calcium alone or placebo , / .	STUDY DESIGN : In this randomized , double blind , multicenter US - based study , ( 18 - 40 years ) received 24 weeks ( six cycles ) of EE / drsp / levomefolate @DRUG$ or EE / @DRUG$ for 24 days followed by 4 days of levomefolate , respectively	@DRUG$ is a combination of EE (estrogen), drsp (drospirenone), and levomefolate. @DRUG$ is just EE and levomefolate.	0
0	Eslicarbazepine @DRUG$ (@DRUG$) is a novel antiepileptic drug derived from carbamazepine/oxcarbazepine with a more favorable metabolic profile and potentially better tolerability.	Eslicarbazepine @DRUG$ ( @DRUG$ ) is a novel antiepileptic drug deduce from carbamazepine / oxcarbazepine with a more favorable metabolic profile and potentially easily tolerability .	Eslicarbazepine @DRUG$ ( @DRUG$ with is potentially novel antiepileptic drug derived from carbamazepine / oxcarbazepine ) a more favorable metabolic profile and a better tolerability .	Eslicarbazepine @DRUG$ ( @DRUG$ ) is a novel antiepileptic drug derived from carbamazepine / oxcarbazepine with a more favorable metabolic profile and potentially better tolerability .	@DRUG$ is a newer, more metabolically friendly version of @DRUG$ that is potentially more tolerable.	0
0	Human @DRUG$-a-go-go-related gene (hERG) @DRUG$ channels conduct the rapid component of the delayed rectifier potassium current, IKr, which is crucial for repolarization of cardiac action potentials.	Human @DRUG$ - a-go-go-related gene ( hERG ) @DRUG$ channels conduct the rapid component of the delayed rectifier k electric current , IKr , which is crucial for repolarization of cardiac action potential drop .	Human @DRUG$ - a-go-go-related gene ( hERG ) @DRUG$ channels conduct the for component of rapid delayed rectifier potassium current , IKr action which is crucial the repolarization of cardiac , potentials .	Human @DRUG$ a-go-go-related gene ( hERG ) @DRUG$ channels conduct the rapid component of the delayed rectifier potassium current IKr which is crucial for repolarization cardiac action potentials .	Human @DRUG$ is a gene that codes for a protein called hERG, which is responsible for the rapid component of the delayed rectifier potassium current, IKr. @DRUG$ is a protein that also helps to regulate the rapid component of the delayed rectifier potassium current, IKr	0
0	Participants were instructed to consume 0.15 @DRUG$ nonivamide per day in 450 mL of a @DRUG$ shake additionally to their habitual diet.	Participants were instructed to consume 0.15 @DRUG$ nonivamide per day in 450 mL of a @DRUG$ shake to boot to their wonted diet .	Participants were instructed to consume their @DRUG$ nonivamide per day in 450 mL diet a @DRUG$ shake additionally to 0.15 habitual of .	Participants were instructed to consume 0.15 @DRUG$ nonivamide per day in 450 mL of @DRUG$ shake additionally to their habitual diet .	Participants were instructed to consume 0.15 @DRUG$ nonivamide per day in addition to their habitual diet. This would include consuming 0.15 DRUGA nonivamide per day in 450 mL of a @DRUG$ shake.	0
0	The clinical formulation of leucovorin @DRUG$ (leucovorin, LV) is a mixture of stereoisomers [(6R,S)-5-formyltetrahydrofolate], which have been shown to differ significantly in plasma clearance and route of elimination after intravenous administration; the (6S) isomer is rapidly converted to 5-CH3 @DRUG$ (5-CH3 THF), and the (6R) isomer is slowly eliminated by renal excretion.	The clinical formulation of leucovorin @DRUG$ ( leucovorin , LV ) is a mixture of stereoisomers [ ( sextuplet R , S ) - quintet - formyltetrahydrofolate ] , which have been express to differ significantly in blood plasma clearance and path of elimination after intravenous disposal ; the ( 6S ) isomer is rapidly converted to quintet - CH3 @DRUG$ ( quintet - CH3 THF ) , and the ( sextuplet R ) isomer is lento eliminated by nephritic excretion .	The clinical formulation of leucovorin @DRUG$ , leucovorin , 6 ) after a mixture of stereoisomers [ ( 6 R ( S LV - to - formyltetrahydrofolate ] , which have been shown 5 differ significantly in plasma clearance and route of elimination is intravenous administration ; the ( 6S ) isomer is rapidly converted is 5 - 5 @DRUG$ ( CH3 - CH3 THF ) , and the ) ) R ( isomer to slowly eliminated by renal excretion .	clinical formulation of leucovorin @DRUG$ ( leucovorin , LV ) a mixture of stereoisomers [ ( 6 R , ) - 5 formyltetrahydrofolate ] have been shown to differ significantly in plasma clearance and route of after intravenous administration the ( ) isomer is rapidly converted to - CH3 @DRUG$ ( 5 - CH3 ) , and the ( R ) isomer is eliminated by renal excretion .	The (6S) isomer of leucovorin is rapidly converted to 5-CH3@DRUG$, and the (6R) isomer is slowly eliminated by renal excretion.	1
1	Ocaperidone inhibited dopamine agonist (apomorphine, amphetamine or cocaine)-induced behavioral effects at low doses (0.014-0.042 mg/kg) and was, thereby, equipotent with @DRUG$ (0.016-0.024 mg/kg) and 2.0 to 8.3 times more potent than @DRUG$.	Ocaperidone inhibited dopamine agonist ( apomorphine , upper or cocaine ) - induced behavioural effect at low doses ( 0.014-0.042 mg / kg ) and was , thereby , equipotent with @DRUG$ ( 0.016-0.024 mg / kg ) and 2.0 to 8.3 clip more potent than @DRUG$ .	Ocaperidone inhibited dopamine agonist ( apomorphine , amphetamine or cocaine ) - induced was effects at low doses ( 0.014-0.042 mg / than ) and behavioral , , thereby equipotent with @DRUG$ ( 0.016-0.024 mg / kg ) and 2.0 to 8.3 times more potent kg @DRUG$ .	Ocaperidone inhibited dopamine agonist ( , amphetamine or cocaine ) - induced behavioral effects at low ( kg ) and was , thereby , equipotent with @DRUG$ ( 0.016-0.024 mg / kg ) and 2.0 to times more potent than @DRUG$ .	Ocaperidone inhibited dopamine agonist ( apomorphine , amphetamine or cocaine ) - induced behavioral effects at low doses ( 0.014-0.042 mg / kg ) and was , thereby , equipotent with @DRUG$ ( 0.016-0.024 mg /	1
0	INTERVENTIONS: Patients were randomly assigned to receive a high dose of atorvastatin (80 mg/d; n = 4439), or usual-dose @DRUG$ (20 @DRUG$/d; n = 4449).	INTERVENTIONS : Patients were randomly assigned to receive a high dose of lipitor ( 80 mg /d ; n = 4439 ) , or usual- dose @DRUG$ ( xx @DRUG$ / calciferol ; n = 4449 ) .	Patients : INTERVENTIONS were randomly assigned to ) receive high dose of atorvastatin ( 80 mg /d ; n = 4439 a , or usual- dose @DRUG$ ( 20 @DRUG$ / d ; n = 4449 ) .	Patients were randomly assigned to receive a high dose of atorvastatin ( 80 mg /d ; n ) , or usual- @DRUG$ ( 20 @DRUG$ / ; n = 4449 ) .	Patients were randomly assigned to receive a high dose of atorvastatin ( 80 mg /d ; n = 4439 ) , or usual- dose @DRUG$ ( 20 @DRUG$ / d ; n = 4449 ) .	0
0	METHODS: The authors conducted a multicenter, randomized, double-blind, controlled, parallel, three-arm study to test a defined combination of @DRUG$ hydrobromide (DM) and quinidine sulfate (@DRUG$) (AVP-923) for the treatment of pseudobulbar affect in ALS.	METHODS : The authors deport a multicenter , randomized , double - screen , controlled , parallel , trinity - arm subject field to test a defined combination of @DRUG$ hydrobromide ( DM ) and quinidex sulfate ( @DRUG$ ) ( AVP - 923 ) for the treatment of pseudobulbar affect in ALS .	METHODS : The authors conducted a multicenter , - , double - blind , combination , parallel defined three - arm in to test a @DRUG$ controlled of @DRUG$ hydrobromide ( DM ) and quinidine sulfate ( , ) ( AVP randomized 923 ) for the treatment of pseudobulbar affect study ALS .	: The authors conducted a multicenter , randomized , double - controlled , parallel , three - arm study to test a defined combination of @DRUG$ hydrobromide ( DM ) and quinidine sulfate ( @DRUG$ ) ( AVP - 923 ) for the treatment of pseudobulbar affect in ALS .	The authors conducted a multicenter, randomized, double-blind, controlled, parallel, three-arm study to test a defined combination of @DRUG$ hydrobromide (DM) and quinidine sulfate (@DRUG$) (AVP-923) for the treatment of pseud	0
1	Latanoprost (0.005%) has been very well studied in clinical trials and meta-analyses that show it to be generally as effective as the other @DRUG$ analogs (bimatoprost, travoprost, and tafluprost) and more effective than timolol, @DRUG$, and brimonidine.	Latanoprost ( 0.005 % ) has been very good learn in clinical trials and meta-analyses that establish it to be broadly speaking as effective as the other @DRUG$ analogs ( bimatoprost , travoprost , and tafluprost ) and more effective than timolol , @DRUG$ , and brimonidine .	Latanoprost ( 0.005 travoprost ) has been , well studied in clinical trials and meta-analyses that , it to be generally as effective as the other @DRUG$ analogs ) bimatoprost very % show and tafluprost ( and more effective than timolol , @DRUG$ , and brimonidine .	Latanoprost ( 0.005 % ) has very well studied clinical trials meta-analyses that show it to be generally as effective as the other @DRUG$ analogs bimatoprost , travoprost , and tafluprost ) more effective than timolol , @DRUG$ , and brimonidine .	Latanoprost ( 0.005 % ) is as effective as the other @DRUG$ analogs ( bimatoprost , travoprost , and tafluprost ) and more effective than timolol , @DRUG$ , and brimonidine .	0
0	Dogs were divided into 4 groups: 3 mg/kg epidural deracoxib, 1.5 mg/kg epidural deracoxib, 3 @DRUG$/kg subcutaneous @DRUG$, and a placebo (vehicle for deracoxib).	track were divided into 4 group : 3 magnesium / kg epidural deracoxib , 1.5 magnesium / kg epidural deracoxib , 3 @DRUG$ / kg subcutaneous @DRUG$ , and a placebo ( vehicle for deracoxib ) .	Dogs were divided into 4 groups : 3 ) / kg , deracoxib , 1.5 ( / kg epidural deracoxib , 3 @DRUG$ / kg subcutaneous @DRUG$ epidural and a placebo mg vehicle for deracoxib mg .	Dogs were divided into 4 : 3 mg / kg epidural deracoxib , 1.5 mg / kg epidural deracoxib , 3 @DRUG$ / kg subcutaneous @DRUG$ , and a ( vehicle for deracoxib ) .	Dogs were divided into 4 groups : 3 mg / kg epidural deracoxib , 1.5 mg / kg epidural deracoxib , 3 @DRUG$ / kg subcutaneous @DRUG$ , and a placebo ( vehicle for deracoxib ) ."The	0
0	Subjects with a sitting diastolic blood pressure (DBP) > or = 95 mmHg were randomized to monotherapy with placebo, moexipiril 7.5 mg o.d., @DRUG$ 15 mg o.d. or @DRUG$ 25 mg o.d. for 8 weeks.	field of study with a sitting diastolic blood force ( DBP ) > or = ninety five mmHg were randomized to monotherapy with placebo , moexipiril 7.5 mg o.d. , @DRUG$ fifteen mg o.d. or @DRUG$ 25 mg o.d. for 8 weeks .	mg with a > diastolic blood pressure ) DBP moexipiril sitting or = 95 mmHg were randomized to monotherapy with placebo , ( 7.5 mg o.d. , @DRUG$ 15 Subjects o.d. or @DRUG$ 25 mg o.d. for 8 weeks .	Subjects with a sitting blood ( ) > = 95 were randomized to monotherapy with placebo , moexipiril 7.5 mg o.d. , @DRUG$ 15 mg o.d. or @DRUG$ 25 mg o.d. for 8 weeks .	Subjects with a sitting diastolic blood pressure ( DBP ) > or = 95 mmHg were randomized to monotherapy with placebo , moexipiril 7.5 mg o.d. , @DRUG$ 15 mg o.d. or @DRUG$ 25 mg o.	0
0	In this overview, we discuss the discovery and development of @DRUG$ (TPM) @DRUG$ an anticonvulsant, including notable aspects of its chemical, biologic, and pharmacokinetic properties.	inch this overview , we discuss the discovery and development of @DRUG$ ( TPM ) @DRUG$ an anticonvulsant , including famed aspects of its chemical , biological , and pharmacokinetic properties .	an overview this , we discuss the discovery and development of @DRUG$ ( TPM ) @DRUG$ In anticonvulsant biologic including notable aspects of its chemical , , , and pharmacokinetic properties .	In this overview , we discuss the discovery and development of @DRUG$ TPM ) @DRUG$ an anticonvulsant , including notable aspects of its , biologic , and pharmacokinetic properties .	@DRUG$ is an anticonvulsant that was discovered and developed, including notable aspects of its chemical, biologic, and pharmacokinetic properties.	1
0	@DRUG$ in a dose of 80 mg NaNO2/kg b.w. increased the permeability of gastric mucosa for D-xylose and raised the uptake of @DRUG$ by the small intestine mucosa.	@DRUG$ in a dose of eighty milligram NaNO2 / kg b.w. increased the permeability of gastric mucosa for D-xylose and raised the uptake of @DRUG$ by the belittled intestine mucosa .	@DRUG$ in a 80 of dose mg and / kg b.w. increased the permeability of gastric mucosa for D-xylose by raised the uptake of @DRUG$ NaNO2 the small intestine mucosa .	@DRUG$ a dose of 80 mg NaNO2 / kg b.w. increased permeability of gastric mucosa for D-xylose and raised the uptake of @DRUG$ by the small intestine mucosa .	@DRUG$ increases the permeability of gastric mucosa for D-xylose, and raises the uptake of @DRUG$ by the small intestine mucosa.	0
0	Among the rivaroxaban-treated participants, anti-factor Xa activity was reduced by 92% among those who received an andexanet bolus (27 participants), as compared with 18% among those who received placebo (14 participants) (P<0.001), and unbound rivaroxaban concentration was reduced by 23.4 ng per milliliter versus 4.2 @DRUG$ per milliliter (@DRUG$<0.001); thrombin generation was fully restored in 96% versus 7% of the participants (P<0.001).	Among the rivaroxaban-treated player , anti-factor Xa action was thin out by 92 % among those who received an andexanet bolus ( 27 player ) , as compared with eighteen % among those who received placebo ( xiv player ) ( P< 0.001 ) , and unbound rivaroxaban concentration was thin out by 23.4 ng per milliliter versus 4.2 @DRUG$ per milliliter ( @DRUG$ < 0.001 ) ; thrombin coevals was to the full restored in 96 % versus vii % of the player ( P<0.001 ) .	) the rivaroxaban-treated % , anti-factor Xa activity was reduced by 92 % among those who received an andexanet bolus , 27 participants ) 4.2 as compared with 18 % among those 0.001 received < the 14 participants ) ( P< 0.001 ) ( and unbound rivaroxaban concentration was of by 23.4 ng per milliliter versus , @DRUG$ per milliliter ( @DRUG$ placebo who Among ; thrombin generation was fully restored in 96 % versus 7 participants reduced ( participants ( P<0.001 ) .	Among the rivaroxaban-treated participants , anti-factor Xa activity was reduced by 92 % among those who received andexanet bolus ( 27 participants ) , as with 18 % those who received placebo ( 14 participants ) ( P< 0.001 ) , unbound rivaroxaban reduced by 23.4 per milliliter versus 4.2 @DRUG$ per milliliter ( @DRUG$ < 0.001 ) ; thrombin generation was fully restored in 96 % versus 7 % of the participants ( P<0.001 ) .	Among the rivaroxaban-treated participants , anti-factor Xa activity was reduced by 92 % among those who received an andexanet bolus ( 27 participants ) , as compared with 18 % among those who received placebo ( 14 participants ) ( P< 0.001 ) ,	1
0	In short-term evaluations (eight to ten days after therapy), 0.4% terconazole cream was as effective @DRUG$ 2.0% miconazole @DRUG$ cream and significantly superior microbiologically in one study.	in short - term evaluations ( eight to ten days after therapy ) , 0.4 % terconazole cream was as effective @DRUG$ 2.0 % miconazole @DRUG$ cream and significantly higher up microbiologically in one hit the books .	In short - term evaluations ( eight to ten days after therapy ) , miconazole % terconazole study was as effective @DRUG$ 2.0 % 0.4 @DRUG$ cream one significantly superior microbiologically in and cream .	In short - term evaluations ( eight to ten days after therapy ) , 0.4 terconazole cream was as effective @DRUG$ 2.0 % miconazole @DRUG$ cream and significantly superior microbiologically in one study .	In short - term evaluations ( eight to ten days after therapy ) , 0.4 % terconazole cream was as effective as 2.0 % miconazole cream and significantly superior microbiologically in one study .	1
0	Patients were randomly assigned, in a two-by-two factorial design, to receive one of the following four daily treatments: 0.8 mg of folic acid, 0.4 mg of @DRUG$, and 40 mg of vitamin B6; 0.8 mg of folic acid and 0.4 @DRUG$ of vitamin B12; 40 mg of vitamin B6; or placebo.	affected role were randomly assigned , in a ii -by- ii factorial design , to obtain one of the comply quartet daily treatments : 0.8 mg of folic acid , 0.4 mg of @DRUG$ , and forty mg of vitamin B6 ; 0.8 mg of folic acid and 0.4 @DRUG$ of vitamin B12 ; forty mg of vitamin B6 ; or placebo .	Patients were randomly assigned , in a two -by- vitamin of design , to receive one of the following four daily treatments : 0.8 mg of folic acid , 0.4 mg of @DRUG$ , acid 40 mg of placebo B6 ; 0.8 mg factorial and folic and 0.4 @DRUG$ of vitamin B12 ; 40 mg of two B6 ; or vitamin .	Patients were randomly assigned , in a -by- two factorial design , to receive one of the following four daily treatments : 0.8 mg of folic acid 0.4 mg of @DRUG$ , 40 mg of vitamin B6 ; 0.8 mg of folic acid and 0.4 @DRUG$ vitamin B12 ; 40 mg of B6 ; or placebo	Patients were randomly assigned to receive one of the following four daily treatments: 0.8 mg of folic acid, 0.4 mg of @DRUG$, and 40 mg of vitamin B6; 0.8 mg of folic acid and 0.4 mg of @DRUG$ of vitamin	0
0	Using Jurkat cells @DRUG$ a model system for apoptosis, we now show @DRUG$ to bind to apoptotic cells.	Using Jurkat cell @DRUG$ a model system for apoptosis , we now show @DRUG$ to stick to apoptotic cell .	Using Jurkat cells @DRUG$ to model system apoptosis for , we now show @DRUG$ to bind a apoptotic cells .	Using Jurkat @DRUG$ a model system for apoptosis , we now show @DRUG$ bind to cells .	@DRUG$ binds to apoptotic cells, and @DRUG$ binds to apoptotic cells as well.	0
0	The @DRUG$/sulfur cleansers serve @DRUG$ adjunctive therapy by providing additive effects to other topical and oral therapies for rosacea with favorable tolerability and cosmetic appeal.	The @DRUG$ / sulfur cleansers serve @DRUG$ adjunctive therapy by providing additive effects to other topical and oral therapy for rosacea with favorable tolerability and ornamental appeal .	The @DRUG$ / sulfur cleansers serve @DRUG$ adjunctive therapy by providing additive effects to other topical therapies with and for rosacea oral favorable tolerability and cosmetic appeal .	The @DRUG$ / sulfur cleansers serve @DRUG$ adjunctive therapy by providing additive effects to other topical and oral therapies for rosacea with tolerability and cosmetic appeal .	@DRUG$ and @DRUG$ work together to provide better results than either one can achieve on its own.	0
1	@DRUG$ is an addition to the class of nonsedating antihistamines which includes terfenadine, @DRUG$, and acrivastine.	@DRUG$ is an addition to the class of nonsedating antihistamines which includes terfenadine , @DRUG$ , and acrivastine .	@DRUG$ acrivastine an addition to the class of nonsedating antihistamines which includes terfenadine , @DRUG$ , and is .	@DRUG$ is an addition to the class of nonsedating antihistamines which includes terfenadine , @DRUG$ , and acrivastine .	@DRUG$ is a type of drug that belongs to the class of nonsedating antihistamines, which also includes terfenadine, @DRUG$, and acrivastine.	0
0	The combination is as well tolerated as @DRUG$ monotherapy and is at least @DRUG$ well tolerated as verapamil SR monotherapy.	The combination is as well tolerated as @DRUG$ monotherapy and is at least @DRUG$ well tolerated as isoptin steradian monotherapy .	The combination is as well tolerated as @DRUG$ monotherapy is and at least @DRUG$ well tolerated monotherapy verapamil SR as .	The combination is well tolerated as @DRUG$ monotherapy and is at least @DRUG$ well tolerated as verapamil SR monotherapy .	The combination is as well tolerated as @DRUG$ monotherapy and is at least as well tolerated as verapamil SR monotherapy .	1
0	METHODS: Eighteen healthy volunteers received on separate days a single dose of 5, 10 and 15 mg @DRUG$, 10 @DRUG$ cetirizine, 6 mg dexchlorpheniramine and placebo.	METHODS : Eighteen hefty volunteers received on separate twenty four hours a single vd of 5 , 10 and 15 mg @DRUG$ , 10 @DRUG$ cetirizine , 6 mg dexchlorpheniramine and placebo .	METHODS : and healthy volunteers received on separate days a single dose of 5 , mg 15 and mg @DRUG$ , 10 @DRUG$ cetirizine , 6 10 dexchlorpheniramine Eighteen placebo .	METHODS : Eighteen healthy volunteers received on separate days a single of 5 , and 15 mg @DRUG$ , 10 @DRUG$ cetirizine , 6 mg dexchlorpheniramine placebo .	Eighteen healthy volunteers received on separate days a single dose of 5, 10 and 15 mg @DRUG$, 10 mg @DRUG$ cetirizine, 6 mg dexchlorpheniramine and placebo.	0
0	Comparison of dihydrotachysterol and 5,6-trans @DRUG$ on intestinal @DRUG$ absorption in patients with chronic renal failure.	Comparison of dihydrotachysterol and 5,6- trans @DRUG$ on intestinal @DRUG$ absorption in patients with continuing renal failure .	Comparison of dihydrotachysterol and 5,6- trans @DRUG$ on in @DRUG$ absorption intestinal patients with chronic renal failure .	Comparison of 5,6- trans @DRUG$ on intestinal @DRUG$ absorption in patients chronic renal failure .	The absorption of @DRUG$ is increased when it is taken together with @DRUG$.	0
0	ATI-7505 increased colonic transit (GC24, P = 0.031) with fastest transit at 10 mg t.i.@DRUG$. vs placebo (@DRUG$ = 0.065).	ATI - 7505 increased colonic irrigation transit ( GC24 , P = 0.031 ) with fastest transit at 10 atomic number  t.i.@DRUG$ . vs placebo ( @DRUG$ = 0.065 ) .	ATI vs 7505 increased colonic transit ( GC24 , P = 0.031 mg with fastest transit at 10 ) t.i.@DRUG$ . - placebo ( @DRUG$ = 0.065 ) .	ATI - 7505 increased colonic transit , P = 0.031 ) with fastest transit at 10 mg vs placebo ( @DRUG$ = 0.065 ) .	ATI - 7505 increased colonic transit ( GC24 , P = 0.031 ) with fastest transit at 10 mg t.i.@DRUG$ . vs placebo ( @DRUG$ = 0.065 ) ."This means that when DRUGA was administered, there was	0
0	The lower limit of quantification was 20 ng/ml for prednisolone (C.V. = 14.7%, n = 6) and 5.0 ng/ml for @DRUG$ acetate (C.V. = 13.9%, n = 6) and @DRUG$ (C.V. = 11.7%, n = 6).	The low toned fix of quantification was twenty ng / ml for prednisolone ( C.V. = 14.7 % , newton = half a dozen ) and 5.0 ng / ml for @DRUG$ acetate ( C.V. = 13.9 % , newton = half a dozen ) and @DRUG$ ( C.V. = 11.7 % , newton = half a dozen ) .	C.V. lower limit of quantification was 20 ng / ml n prednisolone ( = C.V. 14.7 % , n = 6 ) and ) ng / ml for @DRUG$ acetate ( 6 = 13.9 % , n = 6 5.0 and @DRUG$ ( The = 11.7 % , for = C.V. ) .	The lower limit of quantification was 20 ng / ml for prednisolone ( C.V. = 14.7 % , n = 6 ) and 5.0 ng / ml for @DRUG$ acetate ( C.V. = 13.9 % n = 6 ) and @DRUG$ ( C.V. = 11.7 % , n = 6 ) .	The lower limit of quantification was 20 ng / ml for prednisolone ( C.V. = 14.7 % , n = 6 ) and 5.0 ng / ml for @DRUG$ acetate ( C.V. = 13.9 % , n = 6 ) and	1
0	@DRUG$ nitrate, a new @DRUG$ derivative, was formulated at 1% concentration in a cream vehicle and compared with 2% miconazole nitrate cream in the treatment of tinea versicolor in a double-blind, multicenter, randomized, parallel clinical trial.	@DRUG$ nitrate , a new @DRUG$ derivative , was develop at 1 % concentration in a drub vehicle and compared with 2 % monistat nitrate drub in the discourse of tinea versicolor in a double - blind , multicenter , randomized , parallel clinical trial .	@DRUG$ nitrate , a new @DRUG$ derivative , was with at 1 % concentration in a cream vehicle and compared formulated 2 % multicenter nitrate cream a the treatment of tinea versicolor in miconazole double - blind , in , randomized , parallel clinical trial .	@DRUG$ nitrate , a new @DRUG$ derivative , was formulated at 1 % concentration a cream vehicle and compared with 2 % miconazole nitrate cream in the treatment of tinea in double - blind , multicenter , randomized parallel clinical trial .	@DRUG$ is a new derivative of @DRUG$ that was formulated at 1% concentration in a cream vehicle and compared with 2% miconazole nitrate cream in the treatment of tinea versicolor in a double-blind, multicenter, randomized, parallel clinical trial.	0
0	Participants were partially randomly assigned to the order of testing for nine 5-d interventions of additional potassium as follows: 0 (control; repeated at phases 1 and 5), 20, 40, and 60 mEq @DRUG$/d consumed as a potassium gluconate supplement or as unfried @DRUG$ or 40 mEq K from French fries completed at phase 9.	player were partially haphazardly assigned to the regularize of testing for club 5 - d interventions of additional potassium as follows : 0 ( control ; repeated at phases 1 and 5 ) , 20 , 40 , and 60 mEq @DRUG$ / d consumed as a potassium gluconate addendum or as unfried @DRUG$ or 40 mEq K from French fries completed at form 9 .	Participants of ( randomly assigned to the order were partially for nine interventions - d 5 of additional potassium as follows : 0 testing control ; repeated at phases 1 and 5 ) , completed , 40 , and supplement mEq @DRUG$ / d consumed as a potassium gluconate 60 or as unfried @DRUG$ or 40 mEq K from French fries 20 at phase 9 .	Participants partially randomly assigned to the of testing for nine 5 - d interventions of additional potassium as follows : 0 ( control ; repeated at phases and 5 ) , 20 , 40 , and 60 mEq @DRUG$ / d consumed as a gluconate supplement or as unfried @DRUG$ or 40 mEq K from fries completed at phase 9	Some participants were randomly assigned to test different levels of potassium supplementation (0, 20, 40, or 60 milliequivalents per day) as either potassium gluconate supplements or unfried potatoes. Another group of participants ate French fries containing 40 milliequivalents of potassium.	1
1	@DRUG$ has a low oral bioavailability (14%) and all the newer triptans have an improved oral bioavailability and for one, @DRUG$, the rate of absorption is faster.	@DRUG$ has a low oral examination bioavailability ( 14 % ) and all the newer triptans have an improved oral examination bioavailability and for one , @DRUG$ , the value of preoccupation is faster .	@DRUG$ has a low oral bioavailability ( 14 % and and one the newer triptans , an improved oral bioavailability ) for all , @DRUG$ have the rate of absorption is faster .	@DRUG$ has a low oral bioavailability ( 14 % ) and the newer triptans have an improved oral bioavailability and for one , @DRUG$ , the rate of absorption is faster .	@DRUG$ has a low oral bioavailability ( 14 % ) and all the newer triptans have an improved oral bioavailability .	1
0	Twelve neutral free amino acids, i.e. serine, threonine, glutamine, asparagine, @DRUG$, proline, methionine, tyrosine, valine, leucine, isoleucine and @DRUG$, were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	Twelve indifferent release amino acids , i.e. serine , threonine , glutamine , asparagine , @DRUG$ , proline , methionine , tyrosine , valine , leucine , isoleucine and @DRUG$ , were surveyed for the comportment of D-enantiomers in plasma samples from patient with renal diseases and from convention subjects .	Twelve neutral normal amino acids diseases i.e. serine , , , glutamine , asparagine , @DRUG$ , proline , methionine , tyrosine , valine , for , isoleucine , @DRUG$ and were surveyed leucine the presence of D-enantiomers in plasma samples from patients with renal threonine and from free subjects .	Twelve neutral free amino acids i.e. serine , , glutamine @DRUG$ , proline , methionine , tyrosine , , leucine , isoleucine and @DRUG$ , were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	Twelve neutral free amino acids were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects. @DRUG$ and @DRUG$ were two of the twelve amino acids surveyed.	0
0	After @DRUG$-treatment, fibrinogen decreased (genistein = 3.18 +/- 0.12 g/L; placebo = 3.83 +/- 0.04 g/@DRUG$; P < 0.001) with respect to placebo.	After @DRUG$ - intervention , fibrinogen fall ( genistein = 3.18 +/- 0.12 g/L ; placebo = 3.83 +/- 0.04 g/@DRUG$ ; P < 0.001 ) with obedience to placebo .	After with - treatment , fibrinogen decreased ( genistein 0.001 3.18 +/- 0.12 g/L ; placebo = 3.83 +/- 0.04 respect ; P < = ) @DRUG$ g/@DRUG$ to placebo .	After @DRUG$ - treatment , fibrinogen decreased genistein = 3.18 +/- g/L placebo = 3.83 +/- 0.04 g/@DRUG$ ; P < with respect to placebo .	After @DRUG$ - treatment , fibrinogen decreased ( genistein = 3.18 +/- 0.12 g/L ; placebo = 3.83 +/- 0.04 g/@DRUG$ ; P < 0.001 ) with respect to placebo ."In other words,	0
0	@DRUG$ [3-O-(3',3'-dimethylsuccinyl)@DRUG$] is the first in a new class of anti-human immunodeficiency virus (HIV) drugs that inhibit viral maturation by specifically blocking cleavage of the Gag capsid (CA) precursor, CA-SP1, to mature CA protein, resulting in defective core condensation and release of immature noninfectious virions.	@DRUG$ [ 3 - O -( 3' ,3 ' - dimethylsuccinyl ) @DRUG$ ] is the get go in a new sort out of anti-human immunodeficiency virus ( hiv ) drugs that stamp down viral ontogeny by specifically blocking cleavage of the Gag capsid ( CA ) herald , CA - SP1 , to mature CA protein , resulting in defective core condensation and release of immature noninfectious virions .	@DRUG$ by 3 - immature -( 3' ,3 ' - dimethylsuccinyl ) @DRUG$ ] specifically the first in a new class of anti-human , virus ( HIV ) drugs that inhibit viral maturation [ is capsid cleavage of the Gag blocking ( CA ) precursor , CA - SP1 immunodeficiency to mature CA protein , of in defective core condensation and release resulting O noninfectious virions .	@DRUG$ [ 3 - O 3' ,3 - dimethylsuccinyl ) @DRUG$ ] is the first in a new of anti-human immunodeficiency virus ( HIV ) drugs that inhibit maturation by specifically blocking cleavage of the Gag capsid ( CA , - SP1 , to mature CA protein , resulting in defective core condensation and release of immature noninfectious virions .	@DRUG$ is a drug that inhibits the maturation of HIV by blocking the cleavage of the Gag capsid precursor, CA-SP1. This results in defective core condensation and the release of immature, noninfectious virions.	1
0	Effects of @DRUG$ (SR57667B) and @DRUG$ on adult brain neurogenesis.	Effects of @DRUG$ ( SR57667B ) and @DRUG$ on grownup brain neurogenesis .	of Effects @DRUG$ ( SR57667B ) and @DRUG$ on adult brain neurogenesis .	Effects of @DRUG$ ( SR57667B ) and @DRUG$ on brain .	The effects of @DRUG$ on adult brain neurogenesis.	1
0	Previous studies in humans, however, suggest that rat assays underestimate the potency of free @DRUG$ relative to the acetate ester form and of RRR-alpha-@DRUG$ relative to all-rac-alpha-tocopheryl acetate.	Previous studies in man , however , evoke that rat attempt underestimate the potency of free @DRUG$ relative to the acetate ester form and of RRR - alpha - @DRUG$ relative to all- rac- alpha-tocopheryl acetate .	Previous studies in humans , relative , suggest acetate rat assays underestimate the potency of free @DRUG$ relative - the that ester form and of RRR - alpha to @DRUG$ however to all- rac- alpha-tocopheryl acetate .	Previous studies humans , however , suggest that rat assays underestimate the potency of free @DRUG$ relative to the acetate ester form and of RRR - @DRUG$ relative to all- rac- alpha-tocopheryl .	Studies in humans suggest that the rat assays underestimate the potency of free @DRUG$ relative to the acetate ester form and of RRR-alpha-@DRUG$ relative to all-rac-alpha-tocopheryl acetate.	0
1	Based on studies conducted to date in hypertensive patients without serious comorbidities, @DRUG$ appears to be characterized by a superior ability to control 24-hour systolic blood pressure (BP) relative to other widely used ARBs including valsartan, olmesartan, and candesartan, and presumably others as well (eg, @DRUG$).	free base on studies conducted to date in hypertensive patient without serious comorbidities , @DRUG$ appears to be characterized by a superior ability to control 24 - hr systolic blood pressure ( BP ) relative to other wide used ARBs include valsartan , olmesartan , and candesartan , and presumably others as well ( eg , @DRUG$ ) .	and on studies conducted to to other hypertensive patients without a comorbidities , @DRUG$ appears date be characterized by serious superior ability to control widely - hour systolic blood pressure ( BP ) relative to in 24 used ARBs including valsartan , olmesartan , Based candesartan , and presumably others as well ( eg , @DRUG$ ) .	Based on studies conducted to date in patients without serious comorbidities , @DRUG$ appears to be characterized by a superior ability to control 24 - hour systolic blood pressure ( BP ) relative to other widely used ARBs including valsartan , olmesartan , and candesartan , others as well ( eg , @DRUG$ ) .	@DRUG$ is better at controlling blood pressure than other ARBs (eg, @DRUG$).	0
1	The @DRUG$-@DRUG$ combination produced a significant decrease in the time to the onset of sedation and increase in the sedative effect and duration of action compared with romifidine alone.	The @DRUG$ - @DRUG$ combination produced a significant diminution in the time to the onset of sedation and gain in the sedative result and duration of action compared with romifidine alone .	The @DRUG$ - @DRUG$ to the a of decrease in the time combination the onset significant sedation and increase in produced sedative effect and duration of action compared with romifidine alone .	The @DRUG$ - @DRUG$ combination produced a significant decrease in the time to the onset sedation and increase in sedative and duration of action with romifidine alone .	The combination of @DRUG$ and @DRUG$ produces a greater sedative effect than either drug alone.	0
0	A method for the simultaneous determination of prednisolone, @DRUG$ acetate and hydrocortisone has been established to @DRUG$ the serum levels of these three compounds in healthy volunteers following intramuscular administration of prednisolone acetate.	a method for the simultaneous determination of prednisolone , @DRUG$ acetate and hydrocortisone has been established to @DRUG$ the serum levels of these  compounds in healthy tennessean following intramuscular administration of prednisolone acetate .	A method for the simultaneous determination of prednisolone , @DRUG$ acetate and hydrocortisone acetate been established to @DRUG$ the serum levels these of volunteers compounds in healthy three following intramuscular administration of prednisolone has .	A method for the simultaneous determination of prednisolone , @DRUG$ acetate and hydrocortisone has been established to @DRUG$ the serum levels of these three compounds in volunteers following intramuscular administration of prednisolone acetate .	The method described can be used to determine the levels of prednisolone, @DRUG$ acetate, and hydrocortisone in serum following administration of prednisolone acetate.	1
1	@DRUG$ (Xeloda) was developed as a pro-drug of @DRUG$ (FU), with the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to the active drug.	@DRUG$ ( Xeloda ) was developed as a pro-drug of @DRUG$ ( FU ) , with the aim of ameliorate tolerability and intratumor do drugs assiduity through its tumorspecific conversion to the active do drugs .	@DRUG$ ( Xeloda of was developed as a pro-drug the @DRUG$ ( FU ) , ) the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to with active drug .	@DRUG$ Xeloda ) was developed as a pro-drug of @DRUG$ ( FU ) with the aim improving tolerability and intratumor drug concentrations through its tumorspecific conversion to active drug .	@DRUG$ is a pro-drug of @DRUG$, meaning that it is converted into the active drug DRUGB inside the tumor. This is done in order to improve tolerability and intratumor drug concentrations.	0
0	ASE, at 0.1 mg/kg, increased @DRUG$, but not @DRUG$, efflux in the mPFC and HIP.	ASE , at 0.1 magnesium / kg , increased @DRUG$ , but not @DRUG$ , efflux in the mPFC and hip to .	ASE , at HIP , / kg , increased @DRUG$ mg but not @DRUG$ , efflux in the mPFC and 0.1 .	ASE , at 0.1 mg / kg , increased @DRUG$ , but not @DRUG$ , efflux in the mPFC and HIP .	ASE increased @DRUG$ efflux in the mPFC and HIP.	1
0	METHODS: R. palmatum @DRUG$. and @DRUG$. officinale Baill.	method acting : R. palmatum @DRUG$ . and @DRUG$ . officinale Baill .	METHODS : R. . @DRUG$ palmatum and @DRUG$ . officinale Baill .	METHODS : R. palmatum @DRUG$ . and @DRUG$ . officinale Baill .	R. palmatum is a source of @DRUG$ and @DRUG$ is a source of Baill.	0
0	The indole acetic acid and ethyl alcohol derivatives were the major metabolites formed by hepatocytes, whereas only the @DRUG$ @DRUG$ derivative was produced by microsomes.	The indole acetic pane and ethyl group alcohol derivatives were the major metabolites formed by hepatocytes , whereas only the @DRUG$ @DRUG$ derivative was produced by microsomes .	The indole acetic acid and ethyl alcohol derivatives were the major metabolites formed by hepatocytes the by only , @DRUG$ @DRUG$ derivative was produced whereas microsomes .	The indole acetic acid and ethyl alcohol derivatives were the major metabolites formed by hepatocytes , only the @DRUG$ @DRUG$ derivative was produced by microsomes .	The indole acetic acid and ethyl alcohol derivatives were the major metabolites formed by hepatocytes , whereas only the @DRUG$ @DRUG$ derivative was produced by microsomes ."DRUGA is the parent compound, while DRUGB is the metabolite.	0
1	Midazolam is relatively free of side effects when used alone and offers several advantages over traditional pharmacological agents such as chloral hydrate and the combination of meperidine, @DRUG$, and @DRUG$.	Midazolam is relatively free of side effects when used alone and declare oneself several advantages over traditional pharmacologic federal agent such as chloral hydrate and the combination of meperidine , @DRUG$ , and @DRUG$ .	Midazolam is relatively free of the effects when used alone and offers several advantages over traditional and agents such as and hydrate chloral side combination of meperidine , @DRUG$ , pharmacological @DRUG$ .	Midazolam relatively of side effects used alone and offers several advantages over traditional pharmacological agents such as chloral hydrate and the combination of meperidine , @DRUG$ , @DRUG$ .	Midazolam is relatively free of side effects when used alone and offers several advantages over traditional pharmacological agents such as chloral hydrate and the combination of meperidine and barbiturates.	1
0	The nicotinamide/nicotinic acid biotransformation pathway contributes to the accumulation of nicorandil and 2-nicotinamidoethanol (denitrated metabolite) during repeated dosing because of the saturable merging of @DRUG$/nicotinic acid derivatives (from the @DRUG$ metabolism) into the NAD/NADP endogenous pool of coenzymes.	The nicotinamide / nicotinic acid biotransformation pathway contributes to the accumulation of nicorandil and 2 - nicotinamidoethanol ( denitrated metabolite ) during repeated dose because of the saturable unify of @DRUG$ / nicotinic acid derivatives ( from the @DRUG$ metabolism ) into the NAD / nicotinamide adenine dinucleotide phosphate endogenous puddle of coenzyme .	The contributes / nicotinic acid biotransformation pathway nicotinamide to from accumulation of nicorandil and 2 - nicotinamidoethanol ( denitrated metabolite ) during repeated dosing because of merging saturable the of @DRUG$ the nicotinic acid derivatives ( / the @DRUG$ metabolism ) NADP the NAD / into endogenous pool of coenzymes .	The nicotinamide / nicotinic acid biotransformation pathway contributes to the accumulation of nicorandil and 2 nicotinamidoethanol ( denitrated metabolite during repeated dosing because of the of @DRUG$ / nicotinic acid derivatives ( from the @DRUG$ metabolism ) into the NAD / NADP endogenous pool of coenzymes .	The nicotinamide / nicotinic acid biotransformation pathway contributes to the accumulation of nicorandil and 2 - nicotinamidoethanol ( denitrated metabolite ) during repeated dosing because of the saturable merging of @DRUG$ / nicotinic acid derivatives (	1
0	One unit of insulin glulisine has the same @DRUG$-lowering effect as one unit of regular @DRUG$.	One unit of insulin glulisine has the same @DRUG$ - lowering effect as peerless unit of regular @DRUG$ .	One unit of insulin glulisine has the same @DRUG$ - lowering effect one as unit of regular @DRUG$ .	One unit of insulin glulisine has the same @DRUG$ - lowering effect as one unit regular @DRUG$ .	One unit of insulin glulisine has the same blood sugar-lowering effect as one unit of regular insulin.	1
0	Eleven days after inoculation, when more than 20% of pigs were coughing, pigs were allotted to 3 or 4 groups (n = 8 pigs each) and were given regimens of no medication or 60 mg, 120 mg, or 180 @DRUG$ of @DRUG$/L of drinking water for 10 days.	Eleven days after vaccination , when more than 20 % of pigs were coughing , pigs were allotted to  or foursome groups ( n = 8 pigs each ) and were given regimens of no medication or 60 milligram , cxx milligram , or 180 @DRUG$ of @DRUG$ / L of drinking water for 10 days .	Eleven days after inoculation , when more than 20 % of pigs were coughing , ( were allotted to 3 or / ) pigs n = 8 , each groups and or given regimens of no medication or 60 mg pigs 120 mg , were 180 @DRUG$ of @DRUG$ 4 L of drinking water for 10 days .	Eleven days after inoculation , when more 20 % of pigs were coughing , pigs were allotted to 3 or 4 groups ( n = 8 each ) were given regimens no medication or mg , 120 mg , or 180 @DRUG$ of @DRUG$ / L of drinking water for 10 days .	Eleven days after inoculation, when more than 20% of pigs were coughing, pigs were allotted to 3 or 4 groups (n = 8 pigs each) and were given regimens of no medication or 60 mg, 120 mg, or 180 @DRUG$ of @DRUG$/L of drinking	0
0	During these pregnancies the mother took @DRUG$ (Tridione), @DRUG$ well as other anticonvulsants.	During these pregnancies the mother took @DRUG$ ( Tridione ) , @DRUG$ intimately as other anticonvulsants .	During these pregnancies the took mother @DRUG$ ( Tridione ) , @DRUG$ well as other anticonvulsants .	During these pregnancies the mother took @DRUG$ ( ) , @DRUG$ well as other anticonvulsants .	The mother took @DRUG$ ( Tridione ) and @DRUG$ during these pregnancies.	0
0	In summary, the distinct clinical outcomes of @DRUG$, zolpidem, zopiclone and eszopiclone may be explained by each drug's unique @DRUG$(A) receptor subunit selectivity and pharmacokinetic profile.	In summary , the distinct clinical outcomes of @DRUG$ , zolpidem , zopiclone and eszopiclone may be explained by each drug 's unequalled @DRUG$ ( amp ) receptor fractional monetary unit selectivity and pharmacokinetic profile .	In summary , the distinct clinical outcomes of @DRUG$ ) zolpidem , by and eszopiclone may be explained and each drug 's unique @DRUG$ ( A , receptor subunit selectivity zopiclone pharmacokinetic profile .	In summary , distinct clinical outcomes of @DRUG$ zolpidem zopiclone and eszopiclone may be explained by 's unique @DRUG$ ( A ) receptor subunit selectivity and profile .	The different clinical outcomes of @DRUG$, zolpidem, zopiclone, and eszopiclone may be explained by the unique @DRUG$ (A) receptor subunit selectivity and pharmacokinetic profile of each drug.	0
0	Maximal therapeutic response in this model was achieved at 30 mg/kg/@DRUG$ of ARN-509, whereas the @DRUG$ response required 100 mg/kg/d of MDV3100 and higher steady-state plasma concentrations.	Maximal therapeutic response in this pattern was achieved at 30 mg / kilo / @DRUG$ of ARN - 509 , whereas the @DRUG$ response required 100 mg / kg/d of MDV3100 and higher truelove -state plasma concentrations .	Maximal therapeutic response in this model higher achieved at the mg / kg / @DRUG$ of of - 509 , whereas 30 @DRUG$ response required 100 mg / kg/d ARN MDV3100 and was steady -state plasma concentrations .	Maximal response in this model achieved at 30 mg / kg / @DRUG$ ARN - 509 , whereas the @DRUG$ response required mg / kg/d of MDV3100 and higher steady -state plasma concentrations .	The maximal therapeutic response in this model was achieved at 30 mg / kg / @DRUG$ of ARN - 509 , whereas the @DRUG$ response required 100 mg / kg/d of MDV3100 and higher steady -state plasma concentrations .	0
0	In comparison sumatriptan 100 @DRUG$, @DRUG$ 2.5 mg has a slower onset of action and a lower response rate at 4 h, but it has a lower recurrence rate, and is better tolerated.	In comparison sumatriptan 100 @DRUG$ , @DRUG$ 2.5 mg has a slower onset of action and a small answer rate at 4 h , but it has a small return rate , and is better tolerated .	In comparison sumatriptan 100 @DRUG$ action @DRUG$ 2.5 mg has a slower onset of response and at lower , rate a 4 h , but it has a lower recurrence rate , and is better tolerated .	In comparison sumatriptan @DRUG$ , @DRUG$ 2.5 mg has a slower onset of action and a lower response rate at 4 h , but it has a lower recurrence rate , and better tolerated .	@DRUG$ is better than @DRUG$ in terms of response rate, recurrence rate, and tolerability.	0
0	@DRUG$ is a first-in-class aminomethylcycline antibiotic being evaluated in phase 3 studies @DRUG$ oral and intravenous monotherapy for bacterial infections.	@DRUG$ is a first-in- class aminomethylcycline antibiotic being evaluated in phase 3 studies @DRUG$ unwritten and intravenous monotherapy for bacterial contagion .	@DRUG$ is a first-in- class aminomethylcycline antibiotic being evaluated in phase bacterial studies @DRUG$ for and intravenous monotherapy oral 3 infections .	@DRUG$ is a class aminomethylcycline antibiotic evaluated in phase 3 studies @DRUG$ oral and monotherapy for bacterial infections .	@DRUG$ is a drug that is being evaluated in phase 3 studies for its effectiveness in treating bacterial infections. @DRUG$ is a drug that is already available and is being used to treat bacterial infections.	0
0	@DRUG$ 100 @DRUG$/day is an effective option in adults who require migraine prophylaxis.	@DRUG$ 100 @DRUG$ / day is an effective option in adults who require megrim prophylaxis .	@DRUG$ 100 @DRUG$ / day is an effective option in migraine who require adults prophylaxis .	@DRUG$ 100 @DRUG$ / day is effective option in adults who require migraine prophylaxis .	@DRUG$ 100 @DRUG$ / day is an effective option in adults who require migraine prophylaxis ."DRUGA is 100 times more effective than DRUGB when it comes to preventing migraines.	0
0	Capecitabine (Xeloda) was developed @DRUG$ a pro-drug of @DRUG$ (FU), with the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to the active drug.	Capecitabine ( Xeloda ) was developed @DRUG$ a pro-drug of @DRUG$ ( FU ) , with the shoot for of ameliorate tolerability and intratumor dose concentrations through its tumorspecific conversion to the active dose .	Capecitabine ( Xeloda active was developed @DRUG$ a pro-drug of @DRUG$ ( FU ) aim with the , of improving tolerability and intratumor drug conversion through its tumorspecific concentrations to the ) drug .	Capecitabine ( Xeloda ) was developed @DRUG$ a pro-drug of @DRUG$ ( FU ) , with the of improving tolerability and intratumor drug concentrations through tumorspecific conversion the active drug .	Capecitabine ( Xeloda ) is a pro-drug of @DRUG$ ( FU ) , with the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to the active drug .	1
0	Across dose ranges, @DRUG$ reduced total cholesterol significantly more (p <0.001) than all comparators and triglycerides significantly more (@DRUG$ <0.001) than simvastatin and pravastatin.	crossways dose ranges , @DRUG$ reduced tote up cholesterol significantly more ( p < 0.001 ) than all comparators and triglyceride significantly more ( @DRUG$ < 0.001 ) than simvastatin and pravastatin .	Across significantly than , @DRUG$ reduced total cholesterol significantly more ( p < 0.001 ) ranges all comparators ( triglycerides dose more and @DRUG$ < 0.001 ) than simvastatin and pravastatin .	Across dose ranges , @DRUG$ reduced total cholesterol significantly more ( < 0.001 than comparators and significantly more ( @DRUG$ < 0.001 ) than simvastatin and pravastatin .	@DRUG$ is more effective than all comparators (including simvastatin and pravastatin) in reducing total cholesterol levels, and @DRUG$ is more effective than simvastatin and pravastatin in reducing triglyceride levels.	0
1	@DRUG$ markedly decreased the amplitude pressure of NVC in SCI rats, which was partially inhibited by @DRUG$.	@DRUG$ markedly decreased the amplitude pressure of NVC in SCI rat , which was partially inhibited by @DRUG$ .	@DRUG$ of decreased the amplitude pressure markedly NVC in SCI rats , which was partially inhibited by @DRUG$ .	@DRUG$ markedly decreased the amplitude pressure of NVC in SCI rats , was partially inhibited @DRUG$ .	@DRUG$ makes it harder for rats with spinal cord injuries to produce normal blood pressure, but this effect can be reduced by @DRUG$ .	0
0	The top 15 most frequently positive allergens were nickel sulfate (19.5%), Myroxylon pereirae (11.0%), neomycin (10.1%), fragrance mix I (9.4%), quaternium-15 (8.6%), @DRUG$ chloride (8.4%), bacitracin (7.9%), formaldehyde (7.7%), methyldibromoglutaronitrile/phenoxyethanol (5.5%), p-phenylenediamine (5.3%), propolis (4.9%), carba mix (4.5%), potassium @DRUG$ (4.1%), fragrance mix II (3.6%), and methylchloroisothiazolinone/methylisothiazolinone (3.6%).	The top of the inning 15 most oftentimes positivist allergens were nickel note sulfate ( 19.5 % ) , myroxylon pereirae ( 11.0 % ) , neobiotic ( 10.1 % ) , bouquet mix iodin ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , @DRUG$ chloride ( 8.4 % ) , bacitracin ( 7.9 % ) , methanal ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , p-phenylenediamine ( 5.3 % ) , propolis ( 4.9 % ) , carba mix ( 4.5 % ) , atomic number  @DRUG$ ( 4.1 % ) , bouquet mix two ( 3.6 % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 3.6 % ) .	7.7 top 15 most frequently positive ( were nickel sulfate ( 19.5 % ) , Myroxylon ( ( 11.0 % ) , neomycin ( 10.1 ( ) , , ( I ( 9.4 % ) , quaternium - 15 % 8.6 % ) , @DRUG$ chloride % 8.4 mix ) , methyldibromoglutaronitrile ( 7.9 % ) fragrance phenoxyethanol ( The % ) , bacitracin / formaldehyde ( 5.5 % ) , p-phenylenediamine ( 5.3 % ) , propolis ( 4.9 % ) , carba mix ( 4.5 % ) , potassium @DRUG$ allergens 4.1 % ) , fragrance mix II ) 3.6 % ( , and methylchloroisothiazolinone / methylisothiazolinone pereirae 3.6 % ) .	The top 15 most frequently positive allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I 9.4 % ) , quaternium - 15 ( % ) , @DRUG$ chloride ( 8.4 % ) , bacitracin ( 7.9 % ) formaldehyde ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , p-phenylenediamine ( 5.3 % ) propolis ( 4.9 % ) , carba mix ( % ) , potassium @DRUG$ ( 4.1 % ) , fragrance mix II ( 3.6 % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 3.6 % ) .	The top 15 most frequently positive allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I ( 9.4 % ) , quaternium - 15 ( 8	1
0	Patients randomized to treatment with @DRUG$ were @DRUG$ likely to experience clinical response as patients randomized to treatment with an SSRI according to the MADRS (RR = 1.04, 95% CI: 0.88-1.23, p = 0.533) or the HDRS (RR = 1.06, 95% CI: 0.90-1.24, p = 0.456) for the random effects model.	affected role randomized to treatment with @DRUG$ were @DRUG$ likely to live clinical response as patient role randomized to treatment with an selective serotonin reuptake inhibitor according to the MADRS ( RR = 1.04 , ninety five % CI : 0.88-1.23 , p = 0.533 ) or the HDRS ( RR = 1.06 , ninety five % CI : 0.90 -1.24 , p = 0.456 ) for the random core model .	with randomized to treatment 1.04 @DRUG$ were @DRUG$ likely to experience clinical response RR patients randomized to treatment with an SSRI according to the MADRS ( RR = Patients , 95 % CI 95 ) , p = 0.533 0.88-1.23 or the HDRS ( as = 1.06 , : % CI : for -1.24 , p = 0.456 ) 0.90 the random effects model .	Patients randomized to treatment @DRUG$ @DRUG$ likely to experience clinical response as patients randomized to treatment with an according to the MADRS RR = 1.04 , 95 % CI : 0.88-1.23 , p ) or the HDRS ( RR = 1.06 , 95 % CI : 0.90 -1.24 , p = 0.456 ) for the random effects model .	Patients who took @DRUG$ were just as likely to experience a clinical response as patients who took an SSRI, as judged by the MADRS or HDRS ratings.	1
1	@DRUG$ deficiency did not affect the serum angiotensin II level, but did increase the serum @DRUG$ concentration.	@DRUG$ deficiency did not affect the serum angiotonin II level , but did increase the serum @DRUG$ concentration .	@DRUG$ deficiency did did affect the serum angiotensin II level , but not increase the serum @DRUG$ concentration .	@DRUG$ deficiency did not affect the serum angiotensin II level , but did increase the serum @DRUG$ concentration .	@DRUG$ deficiency increased the serum @DRUG$ concentration.	0
1	We therefore assessed whether @DRUG$ would preserve the anti-ischemic benefits of @DRUG$ while reducing bleeding.	We therefore assessed whether @DRUG$ would preserve the anti-ischemic benefits of @DRUG$ while reducing hemorrhage .	We whether assessed therefore @DRUG$ would preserve the anti-ischemic benefits of @DRUG$ while reducing bleeding .	therefore assessed whether @DRUG$ would preserve the anti-ischemic benefits of @DRUG$ while reducing bleeding	@DRUG$ preserves the anti-ischemic benefits of @DRUG$ while reducing bleeding.	0
0	Its direct precursor pregnenolone is either derived from the circulation or from local de novo synthesis as cytochrome P450scc, which converts @DRUG$ to @DRUG$, is expressed in the nervous system.	Its direct precursor pregnenolone is either derived from the circulation or from topical anaesthetic diamond state novo synthesis as cytochrome P450scc , which converts @DRUG$ to @DRUG$ , is expressed in the nervous organization .	Its direct precursor pregnenolone is either derived from the circulation to from local de novo cytochrome as synthesis P450scc , which converts @DRUG$ or @DRUG$ , is expressed in the nervous system .	Its direct precursor pregnenolone is either derived from circulation or from local de novo as cytochrome P450scc , which converts @DRUG$ to @DRUG$ , expressed in the nervous system .	@DRUG$ is converted to @DRUG$ by the enzyme cytochrome P450scc, which is expressed in the nervous system.	0
0	While cephaloglycin depleted GSH at least as much as did cephaloridine, it produced one-fifth as much GSSG and had little or no effect on @DRUG$ reductase activity or on cortical @DRUG$ or microsomal CDs; cephaloglycin caused a transient small increase of mitochondrial CDs.	patch kafocin depleted GSH at least as much as did cephaloridine , it produced unitary - fifth as much GSSG and had little or no effect on @DRUG$ reductase activity or on cortical @DRUG$ or microsomal CDs ; kafocin caused a transeunt small increase of mitochondrial CDs .	While cephaloglycin depleted GSH at least as CDs as did cephaloridine , it produced one of or as much GSSG and had much or no effect on @DRUG$ reductase activity or on cortical @DRUG$ fifth microsomal little ; cephaloglycin caused a transient small increase - mitochondrial CDs .	While cephaloglycin depleted GSH at least as much as did cephaloridine , it produced one - fifth much GSSG and had little no effect on @DRUG$ reductase activity on cortical @DRUG$ or microsomal CDs ; cephaloglycin caused a transient small increase of CDs .	Cephaloglycin depleted GSH at least as much as did cephaloridine, but it produced one-fifth as much GSSG and had little or no effect on @DRUG$ reductase activity or on cortical @DRUG$ or microsomal CDs; cephalog	0
0	In vitro, the minimum concentration that completely inhibited growth of dermatophytes (MIC) and the minimum fungicidal concentrations (MFC) for butenafine against T. mentagrophytes and M. canis were similar (0.012 to 0.05 mg/L) and were 4 to 130 times lower than those for @DRUG$, tolnaftate, clotrimazole and @DRUG$.	In vitro , the minimal concentration that whole inhibited growth of dermatophytes ( MIC ) and the minimal antifungal concentrations ( MFC ) for butenafine against T. mentagrophytes and M. canis were similar ( 0.012 to 0.05 mg / L ) and were tetrad to one hundred thirty times lower than those for @DRUG$ , tolnaftate , clotrimazole and @DRUG$ .	In mg the and minimum concentration that completely inhibited growth of dermatophytes ( MIC ) and the minimum fungicidal concentrations and MFC ) for butenafine against T. mentagrophytes and M. canis were , ( 0.012 to 0.05 vitro / L ) , were 4 to 130 times lower than those for @DRUG$ , tolnaftate similar clotrimazole ( @DRUG$ .	In vitro , minimum concentration that completely inhibited growth of dermatophytes ( MIC ) and the minimum fungicidal concentrations ( MFC ) for butenafine against T. mentagrophytes and M. were similar ( 0.012 to 0.05 mg / L ) were 4 to 130 times lower those @DRUG$ , tolnaftate , and @DRUG$ .	The minimum concentration that completely inhibited growth of dermatophytes ( MIC ) and the minimum fungicidal concentrations ( MFC ) for butenafine against T. mentagrophytes and M. canis were similar ( 0.012 to 0.05 mg / L ) and were 4 to	1
0	METHODS: Fifteen patients with non-diabetic renal disease whose serum @DRUG$ (Cr) ranged from 1.5 to 3.0 mg/dL were given either @DRUG$ (2.5-5 mg) or placebo once daily for 1 year in a random crossover manner.	METHODS :  patients with non-diabetic nephritic disease whose serum @DRUG$ ( Cr ) ranged from 1.5 to 3.0 mg / deciliter were given either @DRUG$ ( 2.5 - 5 mg ) or placebo once daily for  year in a random crossover manner .	METHODS : Fifteen patients with non-diabetic renal disease whose serum @DRUG$ crossover Cr ) ranged 3.0 in to from mg / dL were given either @DRUG$ ( 2.5 - 5 mg ( or placebo once daily for 1 year 1.5 a random ) manner .	METHODS : Fifteen patients with non-diabetic renal disease whose serum @DRUG$ ( Cr ranged 1.5 to 3.0 mg / dL were given either @DRUG$ ( - 5 mg or placebo once daily for 1 year in a random crossover manner .	Fifteen patients with non-diabetic renal disease were given either @DRUG$ ( 2.5 - 5 mg ) or placebo once daily for 1 year in a random crossover manner .	1
0	Dogs in each of the treatment groups received an NSAID (tepoxalin, 10 mg/kg, PO, q 24 h; carprofen, 2.2 @DRUG$/kg, PO, @DRUG$ 12 h; or meloxicam, 0.2 mg/kg, PO, q 24 h) on days 0 and 1.	wienerwurst in each of the discourse grouping received an NSAID ( tepoxalin , 10 mg / kg , us post office , q 24 h ; carprofen , 2.2 @DRUG$ / kg , us post office , @DRUG$ 12 h ; or meloxicam , 0.2 mg / kg , us post office , q 24 h ) on clarence shepard day jr 0 and 1 .	Dogs in each of the treatment groups ) , kg ( tepoxalin , 10 mg / kg , PO , q 24 12 ; carprofen , 2.2 @DRUG$ / NSAID , PO , @DRUG$ h h ; or meloxicam , 0.2 mg / kg an PO , q 24 h received on days 0 and 1 .	Dogs in each of treatment groups received an NSAID ( tepoxalin , 10 mg / kg , PO , 24 h ; carprofen , 2.2 @DRUG$ / , PO , @DRUG$ 12 h ; or meloxicam mg / kg , PO , q 24 h ) days 0 and 1 .	Dogs in each of the treatment groups received an NSAID ( tepoxalin , 10 mg / kg , PO , q 24 h ; carprofen , 2.2 mg / kg , PO , q 12 h ; or meloxicam , 0.2 mg / kg , PO ,	1
0	Mean baseline concentrations of 3.0 +/- 2.3 and 1.3 +/- 0.9 ng/mL were increased to mean peak concentrations of 17.1 +/- 2.4 (@DRUG$ less than .005) and 20.4 +/- 5.1 @DRUG$/mL (P less than .025), respectively.	miserly baseline concentrations of 3.0 +/- 2.3 and 1.3 +/- 0.9 ng / milliliter were increased to have in mind peak concentrations of 17.1 +/- 2.4 ( @DRUG$ less than .005 ) and 20.4 +/- 5.1 @DRUG$ / milliliter ( p less than .025 ) , respectively .	2.3 baseline .025 and 3.0 +/- Mean of 1.3 +/- 0.9 ng / mL were increased to mean peak concentrations of 17.1 +/- 2.4 ( @DRUG$ less than .005 ) and 20.4 +/- , @DRUG$ / mL ( P less than concentrations ) 5.1 respectively .	Mean concentrations of 3.0 +/- 1.3 +/- 0.9 ng / mL were increased to mean peak concentrations of 17.1 +/- 2.4 ( @DRUG$ less than .005 ) and 20.4 +/- 5.1 @DRUG$ / ( P .025 ) , respectively .	Mean baseline concentrations of 3.0 +/- 2.3 and 1.3 +/- 0.9 ng / mL were increased to mean peak concentrations of 17.1 +/- 2.4 ( @DRUG$ less than .005 ) and 20.4 +/- 5.1 @DRUG$ / mL (	0
0	All prostaglandin-treated groups farrowed earlier than the controls (P<0.05), with Groups @DRUG$ (26.3 h), E (31.0 h) and @DRUG$ (25.8 h) having the shortest treatment-to-first-pig intervals, and Groups A (76.0 h), B (54.4 h) and C (40.0 h) having the longest intervals.	All prostaglandin-treated groups farrowed earlier than the controls ( P< 0.05 ) , with chemical group @DRUG$ ( 26.3 h ) , E ( 31.0 h ) and @DRUG$ ( 25.8 h ) having the poor treatment - to - get go - raven intervals , and chemical group angstrom unit ( 76.0 h ) , group b ( 54.4 h ) and C ( 40.0 h ) having the longest intervals .	All prostaglandin-treated groups earlier Groups than the controls ( P< h ) , with Groups @DRUG$ ( 26.3 h ) , E ( 31.0 0.05 ) and @DRUG$ ( 25.8 ( ) ) the shortest treatment - to - first - pig intervals , ) farrowed A ( 76.0 h ) , B h 54.4 h having and C ( 40.0 h and having the longest intervals .	All prostaglandin-treated groups farrowed earlier than the controls ( P< 0.05 ) , with Groups @DRUG$ ( 26.3 h ) , E ( 31.0 h ) and @DRUG$ ( 25.8 having the shortest treatment - - first - pig , and Groups A ( 76.0 h ) , B ( 54.4 ) and C ( 40.0 h having the longest intervals .	Groups @DRUG$ ( 26.3 h ) , E ( 31.0 h ) and @DRUG$ ( 25.8 h ) had the shortest treatment - to - first - pig intervals , and Groups A ( 76.0 h ) , B ( 54.4 h ) and C	0
1	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole, (apparent Ki = 1.6 mumol.l-1), @DRUG$ (apparent Ki = 27 mumol.l-1), piroxicam (apparent Ki = 23 mumol.l-1) and @DRUG$ (apparent Ki = 128 mumol.l-1).	Studies utilise putative particular P450 inhibitors present inhibition of this reaction by sulfaphenazole , ( apparent chi = 1.6 mumol .l - 1 ) , @DRUG$ ( apparent chi =  mumol.l - 1 ) , piroxicam ( apparent chi = 23 mumol .l - 1 ) and @DRUG$ ( apparent chi = 128 mumol .l- 1 ) .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole , Ki apparent - = 1.6 mumol ( , 1 ) - @DRUG$ ( apparent .l = 27 mumol.l - 1 ) , piroxicam ) apparent Ki = 23 mumol .l Ki 1 ) and @DRUG$ ( apparent Ki = 128 mumol .l- 1 ( .	Studies using putative specific P450 inhibitors inhibition of this reaction by sulfaphenazole , ( apparent Ki = mumol .l - 1 ) , @DRUG$ Ki = 27 mumol.l - 1 ) piroxicam ( apparent Ki = mumol .l - 1 ) and @DRUG$ ( apparent Ki = 128 mumol .l- ) .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole, @DRUG$, piroxicam and @DRUG$.	0
0	On the basis of in vitro activity, a randomized, placebo-controlled, double-blind, dose-ranging, phase 2 trial was conducted to evaluate oral VX-445-tezacaftor-@DRUG$ in patients heterozygous for the Phe508del CFTR mutation and a minimal-function mutation (Phe508del-MF) and in patients homozygous for the Phe508del CFTR mutation (Phe508del-Phe508del) after @DRUG$-ivacaftor run-in.	On the footing of in vitro activity , a randomized , placebo- controlled , double - dim , dose-ranging , phase two trial was bear to evaluate oral VX - 445 - tezacaftor -@DRUG$ in patients heterozygous for the Phe508del cftr mutation and a minimum -function mutation ( Phe508del - medium frequency ) and in patients homozygous for the Phe508del cftr mutation ( Phe508del - Phe508del ) after @DRUG$ - ivacaftor run-in .	On the basis - in vitro activity , a randomized - placebo- controlled , double - blind , - , phase in trial was - to evaluate oral VX - 445 , tezacaftor -@DRUG$ 2 patients heterozygous for the Phe508del CFTR mutation and a minimal -function mutation ( Phe508del ) MF dose-ranging and in patients homozygous for the Phe508del CFTR mutation ( Phe508del conducted Phe508del ) run-in @DRUG$ of ivacaftor after .	the basis of in vitro activity , a randomized , placebo- controlled , double - blind , dose-ranging , phase trial was conducted to evaluate oral VX - 445 - tezacaftor -@DRUG$ in patients heterozygous for the CFTR mutation and minimal -function ( Phe508del - and in patients homozygous for the Phe508del CFTR mutation ( Phe508del - Phe508del ) after @DRUG$ - ivacaftor run-in .	A randomized, placebo-controlled, double-blind, dose-ranging, phase 2 trial was conducted to evaluate oral VX-445-tezacaftor-@DRUG$ in patients heterozygous for the Phe508del CFTR mutation and a minimal-function mutation (Phe508	1
0	The inhibitory effects of both @DRUG$ and pinaverium bromide on the pressure responses to field stimulation were antagonized similarly by exogenous @DRUG$ administration.	The repressive effects of both @DRUG$ and pinaverium commonplace on the pressure responses to field stimulation were antagonized similarly by exogenous @DRUG$ administration .	The inhibitory effects both of @DRUG$ and pinaverium bromide on the pressure responses to by stimulation were antagonized similarly field exogenous @DRUG$ administration .	The inhibitory effects of both @DRUG$ and bromide on the pressure responses to field stimulation were antagonized similarly by exogenous @DRUG$ administration .	The inhibitory effects of both @DRUG$ and pinaverium bromide on the pressure responses to field stimulation were antagonized similarly by exogenous @DRUG$ administration ."This means that when DRUGA and DRUGB are both present, they have an antagonistic (in	0
0	Calves in groups II through IV were treated with @DRUG$ paste formulation at dosage levels of 5, 7.5, and 10 @DRUG$/kg of body weight; calves in group I were used as nonmedicated controls.	Calves in aggroup II through IV were treated with @DRUG$ paste formulation at dosage levels of 5 , 7.5 , and 10 @DRUG$ / kg of body burthen ; calves in group  were used as nonmedicated controls .	Calves in groups II through IV kg treated with @DRUG$ paste formulation and dosage levels of 5 , 10 , at 7.5 @DRUG$ / were of body weight ; calves in group I were used as nonmedicated controls .	Calves in groups II through IV were treated with @DRUG$ paste formulation at dosage levels of 5 , 7.5 , and 10 @DRUG$ / kg of body ; calves in group I were used as nonmedicated controls .	Calves in groups II through IV were treated with @DRUG$ paste formulation at dosage levels of 5 , 7.5 , and 10 @DRUG$ / kg of body weight ; calves in group I were used as nonmedicated controls ."In other words, calves in groups II through IV	0
0	Prucalopride did not cause relevant inhibition of 5-HT(2A), 5-HT(2B), or 5-HT(3), motilin or @DRUG$ (CCK(1)) receptor-mediated contractions, nor nicotinic or muscarinic @DRUG$ receptor-mediated contractions, up to 10 microM.	Prucalopride did not causa relevant inhibition of fivesome - HT ( 2A ) , fivesome - HT ( 2B ) , or fivesome - HT ( ternion ) , motilin or @DRUG$ ( CCK ( ane ) ) receptor-mediated contractions , nor nicotinic or muscarinic @DRUG$ receptor-mediated contractions , up to decade microM .	Prucalopride did not cause relevant inhibition of ) , HT ( 2A ) , 5 - HT ( 2B or , or 5 - HT ( or ) , motilin ) @DRUG$ ( CCK ( nicotinic ) 5 receptor-mediated contractions , nor 1 3 muscarinic @DRUG$ receptor-mediated contractions - up to 10 microM .	did not cause relevant inhibition of 5 - HT ( ) , 5 - ( 2B ) or 5 HT ( ) , motilin or @DRUG$ ( ( 1 ) ) receptor-mediated contractions , nor nicotinic or muscarinic @DRUG$ receptor-mediated contractions , up to 10 microM .	Prucalopride did not cause relevant inhibition of 5 - HT ( 2A ) , 5 - HT ( 2B ) , or 5 - HT ( 3 ) , motilin or @DRUG$ ( CCK ( 1 ) ) receptor-mediated contractions , nor nicotinic or	1
0	@DRUG$, (DDAVP; 1-desamino-8-D-arginine vasopressin) increases the release and activity of @DRUG$ (vWF); however, its effects on the other major constituent of endothelial Weibel-Palade bodies, P-selectin, has not been investigated.	@DRUG$ , ( DDAVP ; 1 - desamino -8-D-arginine vasopressin ) increases the release and activity of @DRUG$ ( vWF ) ; notwithstanding , its effects on the other major grammatical constituent of endothelial Weibel - Palade eubstance , P-selectin , has not been look into .	@DRUG$ , Palade DDAVP desamino 1 - ; -8-D-arginine vasopressin ) increases the release and activity of @DRUG$ , vWF ) ; however ( its effects on the other major constituent of endothelial Weibel - ( bodies , P-selectin , has not been investigated .	@DRUG$ , ( DDAVP ; 1 - desamino -8-D-arginine vasopressin ) increases the release and activity of @DRUG$ ( ) ; however , its effects on the other major constituent endothelial Weibel - Palade bodies , P-selectin , has been investigated .	@DRUG$ increases the release and activity of @DRUG$; however, its effects on the other major constituent of endothelial Weibel-Palade bodies, P-selectin, has not been investigated.	0
0	The blockade of serotonin (@DRUG$) and norepinephrine (@DRUG$) transporters in vitro and in vivo by the dual 5-HT/NE reuptake inhibitors duloxetine and venlafaxine was compared.	The blockade of serotonin ( @DRUG$ ) and norepinephrine ( @DRUG$ ) transporters in vitro and in vivo by the duple 5 - HT / NE reuptake inhibitor duloxetine and venlafaxine was equate .	The blockade of serotonin ( @DRUG$ ) and norepinephrine ( @DRUG$ ) transporters in vitro and in NE / the dual 5 - was by vivo reuptake inhibitors duloxetine and venlafaxine HT compared .	The blockade of serotonin ( @DRUG$ ) and norepinephrine ( @DRUG$ ) transporters in vitro and in vivo by the dual 5 - HT reuptake inhibitors duloxetine and venlafaxine was compared .	The dual 5 - HT / NE reuptake inhibitors duloxetine and venlafaxine block serotonin and norepinephrine transporters in vitro and in vivo.	1
1	All three doses of @DRUG$ produced peak increases in FEV1 (mean 0.5-0.8 l) and PEF (71-100 l/min) similar to those produced by @DRUG$ 200 micrograms (0.5 l and 74 l/min).	wholly tierce doses of @DRUG$ produced peak increases in FEV1 ( mean 0.5-0.8 cubic decimeter ) and PEF ( 71-100 l/min ) similar to those produced by @DRUG$ 200 micrograms ( 0.5 cubic decimeter and 74 l/min ) .	All three doses ) @DRUG$ produced peak increases in FEV1 by mean 0.5-0.8 l of and PEF ( 71-100 l/min ) similar to those produced 0.5 @DRUG$ 200 micrograms ( ( l and 74 l/min ) .	All three doses of @DRUG$ produced increases in FEV1 ( 0.5-0.8 ) and PEF ( 71-100 l/min ) similar to those produced by @DRUG$ 200 micrograms ( 0.5 l and 74 ) .	All three doses of @DRUG$ produce peak increases in FEV1 ( mean 0.5-0.8 l ) and PEF ( 71-100 l/min ) similar to those produced by @DRUG$ 200 micrograms ( 0.5 l and 74 l/min ) .	0
0	FINDINGS: 173 patients received @DRUG$ 2 mg/kg (n=89) or 10 @DRUG$/kg (n=84).	FINDINGS : 173 affected role received @DRUG$ 2 mg / kg ( n=89 ) or decade @DRUG$ / kg ( n=84 ) .	FINDINGS : ) patients received @DRUG$ 2 mg / kg ( n=89 ) or 173 @DRUG$ / kg ( n=84 10 .	FINDINGS : 173 patients received @DRUG$ 2 mg / kg ( ) or 10 @DRUG$ / kg ( n=84 ) .	FINDINGS : 173 patients received @DRUG$ 2 mg / kg ( n=89 ) or 10 @DRUG$ / kg ( n=84 ) ."DRUGA is administered in doses of 2 mg / kg or 10 DRUGB / kg.	0
0	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron as @DRUG$ per ml, or 200 @DRUG$ iron as gleptoferron per ml.	A total of 102 newborn piglets from ten litters were treat intramuscularly with  magnesium iron as @DRUG$ per ml , or  @DRUG$ iron as gleptoferron per ml .	A total ml 102 newborn piglets from ten per litters treated intramuscularly with 200 mg iron as @DRUG$ were ml , or 200 @DRUG$ iron as gleptoferron per of .	A total of 102 newborn piglets from litters were treated intramuscularly with 200 mg iron as @DRUG$ per ml , or 200 @DRUG$ iron as gleptoferron per ml .	@DRUG$ is a drug that is used to treat newborn pigs, and @DRUG$ is an iron supplement that is used to treat newborn pigs.	0
1	@DRUG$ at both 50 and 100 mg doses caused a highly significant reduction in @DRUG$-induced tachycardia.	@DRUG$ at both 50 and 100 mg state caused a highly significant reduction in @DRUG$ - induced tachycardia .	@DRUG$ significant both 50 and 100 mg doses caused a highly at reduction in @DRUG$ - induced tachycardia .	@DRUG$ at both 50 and 100 doses caused a highly significant reduction in @DRUG$ - induced tachycardia .	@DRUG$ significantly reduces the tachycardia caused by @DRUG$.	0
0	RESULTS: @DRUG$ is a mechlorethamine derivative with structural similarity to chlorambucil and other drugs from the nitrogen mustard class, as well as a benzimidazole ring, which may act @DRUG$ an antagonist to purines and amino acids.	RESULTS : @DRUG$ is a mechlorethamine derivative with structural similarity to chlorambucil and other drugs from the nitrogen mustard form , as intimately as a benzimidazole ring , which crataegus laevigata act @DRUG$ an antagonist to purines and amino group acids .	RESULTS : @DRUG$ is a mechlorethamine derivative with structural similarity to chlorambucil and other an from , nitrogen mustard and , as well acids a benzimidazole ring the which may act @DRUG$ drugs antagonist to purines class amino as .	RESULTS : @DRUG$ is a mechlorethamine derivative with structural similarity to chlorambucil and other drugs from the nitrogen mustard class , as as a benzimidazole ring , may act @DRUG$ antagonist to purines and amino acids	@DRUG$ is a mechlorethamine derivative that is structurally similar to other drugs from the nitrogen mustard class, as well as a benzimidazole ring. @DRUG$ may act as an antagonist to purines and amino acids.	0
0	BACKGROUND: Phenylalanine is converted to para- and ortho-tyrosine by hydroxyl free radical, or to para-@DRUG$ by the @DRUG$ hydroxylase enzyme.	scope : Phenylalanine is converted to belem - and ortho-tyrosine by hydroxyl free radical , or to para- @DRUG$ by the @DRUG$ hydroxylase enzyme .	BACKGROUND : Phenylalanine is converted to para - and ortho-tyrosine by by free the , or to para- @DRUG$ hydroxyl radical @DRUG$ hydroxylase enzyme .	BACKGROUND : Phenylalanine is converted para - and ortho-tyrosine by hydroxyl free radical , or to para- @DRUG$ by the @DRUG$ hydroxylase enzyme .	Phenylalanine is converted to para- and ortho-tyrosine by hydroxyl free radical, or to para-@DRUG$ by the @DRUG$ hydroxylase enzyme.	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 @DRUG$/d, and @DRUG$ 100 mg/d plus HCTZ 12.5 mg/d.	indiana comparative trials in the management of hypertension , the combination of trandolapril  or 2 mg /d and isoptin ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol l or  mg /d plus chlorthalidone 12.5 or xxv mg /d , captopril l mg / vitamin d plus HCTZ xxv mg /d , lisinopril twenty mg / vitamin d plus HCTZ 12.5 @DRUG$ /d , and @DRUG$  mg / vitamin d plus HCTZ 12.5 mg/d .	In comparative trials plus the management of hypertension , the combination of trandolapril 1 or 2 , /d and verapamil ER 180 / /d was 100 indistinguishable from mg superior to the combinations of atenolol 50 or 100 mg /d plus 20 12.5 chlorthalidone 25 mg /d , captopril 50 or mg d plus HCTZ 25 mg /d , lisinopril HCTZ mg / d in or 12.5 @DRUG$ /d mg and @DRUG$ statistically mg / d plus HCTZ 12.5 mg/d .	In comparative in the management of hypertension , the combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ mg /d , lisinopril mg / plus HCTZ 12.5 @DRUG$ /d , and @DRUG$ mg / d plus 12.5 mg/d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
1	Tezacaftor/ivacaftor increased @DRUG$ area under the curve (AUC) by 30% but did not affect midazolam, @DRUG$, or norethindrone exposures.	Tezacaftor / ivacaftor increased @DRUG$ area under the arch ( united self defense group of colombia ) by 30 % but did not affect midazolam , @DRUG$ , or norethindrone exposures .	% / ivacaftor increased @DRUG$ area under 30 curve ( AUC ) by the Tezacaftor but did not affect midazolam , @DRUG$ , or norethindrone exposures .	Tezacaftor / ivacaftor increased @DRUG$ area the curve ( AUC ) 30 % did not affect midazolam , @DRUG$ , or norethindrone exposures .	Tezacaftor / ivacaftor increased @DRUG$ area under the curve ( AUC ) by 30 % but did not affect midazolam , @DRUG$ , or norethindrone exposures .	0
1	There was a steep dose response curve for cardiotoxicity with minimal toxicity seen at levels of Ma Huang (equivalent to 12.5 @DRUG$/kg @DRUG$) with caffeine.	There was a steep dose response curve for cardiotoxicity with minimal toxicity get word at levels of bay state Huang ( equivalent weight to 12.5 @DRUG$ / kg @DRUG$ ) with caffeine .	There for a steep dose response minimal was with with curve toxicity seen at levels of Ma Huang ( equivalent to 12.5 @DRUG$ / kg @DRUG$ ) cardiotoxicity caffeine .	There was a steep response curve for cardiotoxicity with minimal seen at levels Ma Huang ( equivalent to 12.5 @DRUG$ / kg @DRUG$ ) with caffeine .	The more @DRUG$ you take, the more likely you are to experience cardiotoxicity (damage to the heart). However, there is minimal toxicity at levels of Ma Huang ( equivalent to 12.5 DRUGA / kg @DRUG$ ) with caffeine .	0
0	At the @DRUG$ time, LY300164 decreased @DRUG$-induced dyskinesia by up to 40% (p < 0.05).	At the @DRUG$ time , LY300164 decreased @DRUG$ - induced dyskinesia by up to xl % ( phosphorus < 0.05 ) .	At the @DRUG$ time ) LY300164 decreased @DRUG$ - induced dyskinesia by up < 40 % ( p to 0.05 , .	At the @DRUG$ time , LY300164 decreased @DRUG$ - induced dyskinesia by to 40 % ( p < 0.05 ) .	LY300164 decreases @DRUG$-induced dyskinesia by up to 40%.	1
0	@DRUG$ (TAF; formerly known @DRUG$ GS-7340) is a novel prodrug of the antiviral acyclic nucleoside phosphonate tenofovir (TFV) with improved properties relative to tenofovir disoproxil fumarate (TDF).	@DRUG$ ( TAF ; formerly known @DRUG$ g force - 7340 ) is a fresh prodrug of the antiviral drug acyclic nucleoside phosphonate tenofovir ( TFV ) with improved properties relative to tenofovir disoproxil fumarate ( TDF ) .	@DRUG$ ( TAF ; formerly known @DRUG$ GS - 7340 ) is a novel prodrug of the antiviral acyclic tenofovir phosphonate to ( TFV ) with improved properties relative ) nucleoside disoproxil fumarate ( TDF tenofovir .	@DRUG$ ( TAF ; formerly known @DRUG$ GS - 7340 ) is a novel prodrug of the antiviral acyclic nucleoside phosphonate tenofovir TFV ) with improved properties to tenofovir disoproxil fumarate TDF ) .	@DRUG$ is a prodrug of the antiviral acyclic nucleoside phosphonate tenofovir ( TFV ), which has improved properties relative to tenofovir disoproxil fumarate ( TDF ).	1
0	Patients were randomly assigned, in a two-by-two factorial design, to receive one of the following four daily treatments: 0.8 mg of @DRUG$, 0.4 mg of vitamin B12, and 40 mg of vitamin B6; 0.8 mg of folic acid and 0.4 mg of vitamin B12; 40 mg of @DRUG$; or placebo.	patient were every which way assigned , in a two -by- two factorial design , to receive one of the following quaternity daily treatment : 0.8 mg of @DRUG$ , 0.4 mg of vitamin B12 , and  mg of vitamin B6 ; 0.8 mg of folic acerb and 0.4 mg of vitamin B12 ;  mg of @DRUG$ ; or placebo .	four were randomly assigned , in a two -by- two factorial design , to receive one of the following of daily ; : 0.8 mg of @DRUG$ , 0.4 of mg vitamin B12 , and placebo mg of vitamin B6 ; 0.8 mg 40 folic acid and 0.4 mg Patients vitamin B12 treatments 40 mg of @DRUG$ ; or of .	Patients were randomly assigned , in a two -by- two factorial design , to receive one of the following four daily treatments : 0.8 mg of @DRUG$ , 0.4 mg of vitamin B12 , and 40 mg vitamin B6 ; mg of folic and 0.4 mg vitamin B12 40 mg of @DRUG$ ; or placebo .	Patients were randomly assigned to receive one of the following four daily treatments: 0.8 mg of @DRUG$ and 0.4 mg of vitamin B12; 0.8 mg of folic acid and 0.4 mg of vitamin B12; 40 mg of @DRUG$; or placebo	0
0	@DRUG$ (AdoHcy), formed after donation of the methyl group of AdoMet to a methyl acceptor, is then hydrolyzed to @DRUG$ and homocysteine by AdoHcy hydrolase.	@DRUG$ ( AdoHcy ) , work after contribution of the methyl group group of AdoMet to a methyl group acceptor , is then hydrolyzed to @DRUG$ and homocysteine by AdoHcy hydrolase .	@DRUG$ ( AdoHcy methyl , formed after of donation the ) group of then to a methyl acceptor , is AdoMet hydrolyzed to @DRUG$ and homocysteine by AdoHcy hydrolase .	@DRUG$ AdoHcy ) , formed after donation of the methyl group of AdoMet to a methyl acceptor , then hydrolyzed to @DRUG$ and homocysteine by AdoHcy hydrolase .	@DRUG$ is a molecule that is formed after donation of a methyl group to a methyl acceptor. @DRUG$ is the molecule that is formed after hydrolysis of DRUGA by AdoHcy hydrolase.	0
0	By contraceptive method, the review has 16 studies of depot medroxyprogesterone acetate (@DRUG$), 4 of @DRUG$-releasing intrauterine contraception (LNG-IUC), 5 for implants, and 2 for progestin-only pills.Comparison groups did not differ significantly for weight change or other body composition measure in 15 studies.	By antifertility method , the review has 16 studies of entrepot medroxyprogesterone acetate ( @DRUG$ ) , 4 of @DRUG$ - releasing intrauterine contraception ( LNG - IUC ) , 5 for imbed , and 2 for progestin-only pills . Comparison chemical group did not differ significantly for weight change or other body piece of music measure in 15 studies .	By contraceptive method , the review of 16 studies has depot measure acetate ( @DRUG$ ) , 4 of @DRUG$ ) releasing intrauterine contraception pills LNG - IUC - , 5 for implants for and 2 for progestin-only ( . Comparison groups did not differ significantly , weight change or other body composition medroxyprogesterone in 15 studies .	By contraceptive method , has 16 studies of depot medroxyprogesterone acetate ( @DRUG$ ) , 4 of @DRUG$ - releasing intrauterine contraception ( - IUC ) 5 for implants , and 2 for progestin-only pills . Comparison groups did not differ significantly for change or body composition measure in 15 studies	There is no significant difference between the two methods when it comes to weight change or other body composition measures.	1
0	We have investigated the effect of @DRUG$ and N-nonyldeoxynojirimycin (NN-@DRUG$) on glycogen catabolism.	We have inquire the effect of @DRUG$ and N-nonyldeoxynojirimycin ( NN - @DRUG$ ) on glycogen catabolism .	We have investigated the effect of @DRUG$ and N-nonyldeoxynojirimycin ( NN on @DRUG$ ) - glycogen catabolism .	We have investigated the effect of @DRUG$ N-nonyldeoxynojirimycin ( NN - @DRUG$ ) on glycogen .	We have investigated how @DRUG$ and NN - @DRUG$ affect glycogen catabolism .	0
0	FINDINGS: Compared with placebo, treatment with laquinimod 0.6 mg per day showed a 40.4% reduction of the baseline adjusted mean cumulative number of GdE lesions per scan on the last four scans (simple means 4.2 [SD 9.2] vs 2.6 [5.3], p=0.0048); treatment with 0.3 @DRUG$ per day showed no significant effects (3.9 [5.5] vs placebo, @DRUG$=0.6740).	observe : Compared with placebo , treatment with laquinimod 0.6 mg per day showed a 40.4 % simplification of the baseline adjusted mean cumulative list of GdE lesions per scan on the stopping point four spot run down ( simple means 4.2 [ SD 9.2 ] quintet 2.6 [ 5.3 ] , p=0.0048 ) ; treatment with 0.3 @DRUG$ per day showed no significant effects ( 3.9 [ 5.5 ] quintet placebo , @DRUG$=0.6740 ) .	FINDINGS : lesions with placebo , treatment with laquinimod 0.6 mg last day showed a 40.4 % reduction of baseline the adjusted mean cumulative number of GdE Compared per scan 3.9 the per four scans ( simple means significant [ SD 9.2 ] vs 2.6 [ 5.3 ] , p=0.0048 ) ; treatment 0.3 with @DRUG$ per day showed no 4.2 effects ( ] [ 5.5 on vs placebo , @DRUG$=0.6740 ) .	FINDINGS : Compared with placebo treatment with laquinimod 0.6 mg per day a 40.4 % reduction of the baseline adjusted cumulative of GdE lesions per scan the last four scans ( simple means 4.2 [ SD 9.2 ] vs 2.6 [ 5.3 ] , p=0.0048 ) ; treatment with 0.3 @DRUG$ per day showed no effects ( 3.9 [ 5.5 ] vs placebo ) .	Treatment with laquinimod 0.6 mg per day showed a 40.4 % reduction of the baseline adjusted mean cumulative number of GdE lesions per scan on the last four scans ( simple means 4.2 [ SD 9.2 ] vs 2.6 [ 5.3 ]	1
1	@DRUG$ has a faster onset of action compared with @DRUG$ in healthy volunteers.	@DRUG$ has a faster onset of action compared with @DRUG$ in healthy volunteer .	@DRUG$ has a faster onset in action compared with @DRUG$ of healthy volunteers .	@DRUG$ has a faster onset of action compared with @DRUG$ in healthy volunteers .	@DRUG$ has a faster onset of action than @DRUG$ in healthy volunteers.	0
0	With the first five doses, @DRUG$ lexidronam clearly reduced his bone pain and improved his quality of life, @DRUG$ determined by pain-assessment scores and the patient's self-assessment of its effect on his ability to perform activities of daily living.	With the st five doses , @DRUG$ lexidronam clearly reduced his bone pain and improved his quality of life , @DRUG$ determined by pain-assessment scores and the affected role 's self -assessment of its effect on his power to perform body process of daily living .	With the effect five doses , @DRUG$ lexidronam clearly reduced his bone pain and improved his quality of life , @DRUG$ determined by pain-assessment scores and the patient on self -assessment of daily first 's his ability to perform activities of its living .	the first five doses , @DRUG$ lexidronam clearly reduced his bone pain improved his quality of life , @DRUG$ determined by pain-assessment scores and the patient self -assessment of its effect on his ability to perform activities of daily living .	@DRUG$ clearly reduced his bone pain and improved his quality of life, @DRUG$ determined by pain-assessment scores and the patient's self-assessment of its effect on his ability to perform activities of daily living.	0
0	Plasma renin, @DRUG$, and @DRUG$ levels decreased nonsignificantly.	Plasma renin , @DRUG$ , and @DRUG$ levels lessen nonsignificantly .	Plasma renin , @DRUG$ nonsignificantly and @DRUG$ levels decreased , .	Plasma renin @DRUG$ and @DRUG$ levels decreased nonsignificantly .	Plasma renin levels decreased nonsignificantly when @DRUG$ was administered, and @DRUG$ levels decreased nonsignificantly when DRUGB was administered.	0
1	@DRUG$ (50 mg) completely abolished GH peaks in two of four subjects, whereas chlorpromazine (30 mg), phenobarbital (97 mg), diphenylhydantoin (90 mg), @DRUG$ (20 mg), and isocarboxazid (30 mg) did not inhibit GH peaks.	@DRUG$ ( 50 mg ) completely abolished GH peaks in ii of quaternion subjects , whereas chlorpromazine ( 30 mg ) , phenobarbital ( xcvii mg ) , phenytoin ( 90 mg ) , @DRUG$ (  mg ) , and isocarboxazid ( 30 mg ) did not inhibit GH peaks .	@DRUG$ ( 50 of mg completely abolished ) peaks in two mg four subjects , whereas chlorpromazine ( 30 mg ) ) phenobarbital ( 97 ) ) , diphenylhydantoin ( 90 mg GH , @DRUG$ ( 20 mg ) , and isocarboxazid ( 30 mg , did not inhibit GH peaks .	@DRUG$ ( 50 mg completely abolished GH peaks in two of subjects , whereas chlorpromazine ( 30 mg ) , phenobarbital ( 97 ) , diphenylhydantoin ( 90 mg ) , @DRUG$ ( 20 mg ) , and isocarboxazid ( 30 mg ) did not inhibit peaks .	@DRUG$ ( 50 mg ) completely abolished GH peaks in two of four subjects , whereas chlorpromazine ( 30 mg ) , phenobarbital ( 97 mg ) , diphenylhydantoin ( 90 mg ) , @DRUG$ ( 20 mg ) , and isocarboxaz	0
1	A Phase III study in the treatment of cIAIs, including pyelonephritis, found @DRUG$ non-inferior to @DRUG$ (clinical cure rates, 95.1% and 90.2%, respectively; 95% CI, 0.2 to 9.6).	A Phase III study in the discussion of cIAIs , include pyelonephritis , regain @DRUG$ non-inferior to @DRUG$ ( clinical cure rates , 95.1 % and 90.2 % , respectively ; 95 % curie , 0.2 to 9.6 ) .	A Phase III study in the treatment of cIAIs , including pyelonephritis 90.2 found @DRUG$ non-inferior to @DRUG$ ( and % respectively , 95.1 % clinical , % , rates ; 95 cure CI , 0.2 to 9.6 ) .	A Phase III study the treatment of cIAIs , including pyelonephritis found @DRUG$ non-inferior to @DRUG$ ( clinical cure rates , 95.1 % and 90.2 % , respectively 95 % CI , 0.2 to 9.6 .	A Phase III study in the treatment of cIAIs, including pyelonephritis, found @DRUG$ non-inferior to @DRUG$ (clinical cure rates, 95.1% and 90.2%, respectively; 95% CI, 0.2 to 9.6).	0
0	The maximum concentration was 202 p.p.@DRUG$. 10 products (34%) contained isoeugenyl acetate, which in 9 cases occurred together with @DRUG$.	The maximum immersion was 202 p.p.@DRUG$ . 10 products ( 34 % ) contained isoeugenyl acetate , which in 9 cases happen together with @DRUG$ .	The maximum concentration was 10 p.p.@DRUG$ . 202 products ( 34 % acetate contained isoeugenyl ) , which in 9 cases occurred together with @DRUG$ .	The maximum concentration was 202 . 10 products ( 34 % ) contained , in 9 cases occurred together @DRUG$ .	34% of the products contained isoeugenyl acetate, which in 9 cases occurred together with @DRUG$.	1
0	Aldehyde oxidase, a molybdenum-containing enzyme, catalyzes the oxidation of N-heterocyclic drugs such as famciclovir and zaleplon, in addition to reducing some agents such @DRUG$ @DRUG$.	Aldehyde oxidase , a molybdenum - containing enzyme , catalyze the oxidation of N-heterocyclic dose such as famciclovir and zaleplon , in addition to melt off some agents such @DRUG$ @DRUG$ .	Aldehyde oxidase , a zaleplon - containing enzyme , catalyzes the oxidation of N-heterocyclic drugs such as famciclovir and such , in addition to agents some reducing molybdenum @DRUG$ @DRUG$ .	Aldehyde , a - containing , the oxidation of N-heterocyclic drugs such as famciclovir and zaleplon in addition to reducing some agents @DRUG$ @DRUG$ .	Aldehyde oxidase catalyzes the oxidation of N-heterocyclic drugs, in addition to reducing some agents such as @DRUG$ and @DRUG$.	0
0	Based on an analysis of four different data sets, the Vd for carisoprodol ranged from 0.93 to 1.3 L/kg, while that for @DRUG$ ranged from 1.4 to 1.6 @DRUG$/kg.	free base on an analysis of little joe different data sets , the sexually transmitted disease for carisoprodol ranged from 0.93 to 1.3 L/kg , while that for @DRUG$ ranged from 1.4 to 1.6 @DRUG$ / kg .	Based on an analysis of four different data , sets from Vd for carisoprodol ranged from 0.93 the 1.3 L/kg , while that for @DRUG$ ranged to 1.4 to 1.6 @DRUG$ / kg .	Based on an analysis of four different data sets , the for ranged from 0.93 1.3 L/kg while that for @DRUG$ ranged from 1.4 to 1.6 @DRUG$ / kg .	For every kilogram of @DRUG$, there is 1.4 to 1.6 kilograms of @DRUG$.	0
0	One hundred twenty women, ASA physical status I or II, aged 21-63 yr, received IV either placebo or @DRUG$ 0.15, 0.3, or 0.6 @DRUG$ (n = 30 of each) at the completion of surgery.	One century twenty womanhood , ASA physical status I or II , aged 21 - 63 yr , received IV either placebo or @DRUG$ 0.15 , 0.3 , or 0.6 @DRUG$ ( north = 30 of each ) at the windup of surgery .	One hundred twenty women , ASA n status of or II , 0.15 21 - 0.6 yr , received IV either placebo or @DRUG$ aged , 0.3 , or 63 @DRUG$ ( physical = 30 of each ) at the completion I surgery .	One hundred twenty women ASA physical status I or II , aged 21 - 63 yr , received IV either placebo or @DRUG$ 0.15 , 0.3 , or 0.6 @DRUG$ ( n = of each ) at the completion of surgery .	One hundred twenty women were given either a placebo or one of three different doses of @DRUG$ (0.15, 0.3, or 0.6) after surgery.	1
0	The nitrate-@DRUG$-@DRUG$ pathway in physiology and therapeutics.	The nitrate-@DRUG$ - @DRUG$ pathway in physiology and therapeutic .	and nitrate-@DRUG$ - @DRUG$ pathway in physiology The therapeutics .	The nitrate-@DRUG$ - @DRUG$ in physiology and therapeutics .	Nitrates (@DRUG$) can be converted into drugs (@DRUG$) in the body.	0
0	During the treatment phase, 10 patients received ferric pyrophosphate via hemodialysis @DRUG$ monthly dialysate @DRUG$ concentrations were progressively increased from 2, 4, 8, to 12 micrograms/dl and were then sustained for two additional months at 12 micrograms/dl (dialysate iron group); 11 control patients were continued on i.v. iron dextran (i.v. iron group).	During the discussion phase , 10 patients received ferrous pyrophosphate via hemodialysis @DRUG$ monthly dialysate @DRUG$ concentrations were progressively increased from  , 4 , 8 , to 12 micrograms / decilitre and were then sustained for two extra months at 12 micrograms / decilitre ( dialysate branding iron group ) ; 11 control patients were continued on i.v. branding iron dextran ( i.v. branding iron group ) .	During the treatment phase , 10 patients 12 ferric pyrophosphate via hemodialysis @DRUG$ monthly dialysate @DRUG$ concentrations were iron increased from 2 , 4 , 8 , to received micrograms / ; and were then sustained on two additional months at patients micrograms / dl ( dialysate iron group ) dl 11 control 12 were continued for i.v. progressively dextran ( i.v. iron group ) .	During the treatment phase , 10 patients received ferric pyrophosphate via hemodialysis @DRUG$ monthly dialysate @DRUG$ concentrations were progressively increased from 2 , 4 , 8 , to 12 micrograms / dl and were then sustained for two additional months at 12 micrograms / dl ( dialysate group ) ; 11 control patients were continued on i.v. iron dextran ( iron group )	During the treatment phase, 10 patients received ferric pyrophosphate via hemodialysis. @DRUG$ monthly dialysate @DRUG$ concentrations were progressively increased from 2, 4, 8, to 12 micrograms / dl and were then sustained for two additional months at 12 micro	0
0	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine periods, plasma @DRUG$ was significantly lower in the efonidipine period than in the amlodipine period (123 + or - 118 versus 146 + or - 150 @DRUG$/mL, P = 0.027).	Although the blood plasma renin activity and blood plasma hypertensin II were not significantly different between the efonidipine and amlodipine menstruation , blood plasma @DRUG$ was significantly lower in the efonidipine period than in the amlodipine period ( 123 + or - 118 versus 146 + or - 150 @DRUG$ / cubic centimetre , phosphorus = 0.027 ) .	II the plasma renin activity and plasma , Although were significantly not different between the efonidipine and amlodipine periods 150 plasma @DRUG$ was significantly lower in the efonidipine period than in the amlodipine period ( or + or - 118 versus 146 + 123 - , @DRUG$ / mL angiotensin P = 0.027 ) .	Although the plasma renin activity and plasma angiotensin II were not significantly between the efonidipine and amlodipine periods plasma @DRUG$ was significantly lower in the efonidipine period than the amlodipine period ( 123 + or - 118 versus 146 + or - 150 @DRUG$ / mL , = 0.027 ) .	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine periods, plasma @DRUG$ was significantly lower in the efonidipine period than in the amlodipine period (123	1
0	In a Phase III, randomized, blinded clinical trial evaluating anidulafungin (50 @DRUG$/d) versus fluconazole (100 mg/@DRUG$) for the treatment of EC, 97.2% and 98.9% of patients who received anidulafungin and fluconazole, respectively, showed evidence of cure or improvement (treatment difference, -1.6%; 95% CI, -4.1 to 0.8).	indium a Phase III , randomize , blinded clinical trial run evaluating anidulafungin ( 50 @DRUG$ / d ) versus fluconazole (  mg / @DRUG$ ) for the treatment of EC , 97.2 % and 98.9 % of patients who received anidulafungin and fluconazole , respectively , showed certify of cure or advance ( treatment remainder , - 1.6 % ; 95 % CI , -4.1 to 0.8 ) .	In evidence Phase III % randomized , blinded clinical trial evaluating anidulafungin 0.8 50 @DRUG$ / d ) versus fluconazole ( who mg % @DRUG$ ) for the treatment of EC , 97.2 % and 98.9 / of patients 100 received anidulafungin and fluconazole , respectively -4.1 showed a of cure or % ( treatment difference , - 1.6 improvement ; 95 , CI , , to ( ) .	In a Phase III , randomized , blinded clinical trial evaluating anidulafungin 50 @DRUG$ / d ) versus fluconazole ( 100 mg / @DRUG$ ) for the treatment of EC , 97.2 % and 98.9 of patients received anidulafungin and fluconazole , showed evidence of cure or ( treatment difference , - 1.6 % 95 CI , to 0.8 ) .	Anidulafungin was found to be as effective as fluconazole in treating EC in a Phase III, randomized, blinded clinical trial.	1
0	SLV308 binds to @DRUG$ D(2), D(3), and D(4) receptors and @DRUG$(1) (A) receptors and is a partial agonist at dopamine D(2) and D(3) receptors and a full agonist at serotonin 5-HT(1) (A) receptors.	SLV308 binds to @DRUG$ D ( 2 ) , D ( terzetto ) , and D ( four ) receptors and @DRUG$ ( i ) ( A ) receptors and is a overtone protagonist at intropin D ( 2 ) and D ( terzetto ) receptors and a full protagonist at serotonin 5 - HT ( i ) ( A ) receptors .	SLV308 binds to @DRUG$ D ( receptors ) , D ( 3 ) , 2 D ( 4 ) receptors and @DRUG$ ( 1 ) ( A 5 and and ) a partial agonist at dopamine D and 2 ) receptors D ( 3 ) and ( a full agonist at serotonin ) - HT ( 1 is ( A ) receptors .	SLV308 binds to @DRUG$ D ( 2 ) , D ( 3 ) , and D ( 4 ) receptors and @DRUG$ ( 1 ) ( A ) receptors and is a partial agonist at dopamine D ( 2 ) and D ( 3 ) receptors and a full agonist at 5 - HT ( 1 ) ( A ) receptors .	SLV308 binds to @DRUG$ D ( 2 ) , D ( 3 ) , and D ( 4 ) receptors and @DRUG$ ( 1 ) ( A ) receptors and is a partial agonist at dopamine D ( 2 ) and D ( 3 ) receptors and a full agonist at serotonin	0
0	Patients with untreated MM received four 21-d cycles of PAD, comprising @DRUG$ 1.3 mg/@DRUG$(2) on days 1, 4, 8 and 11, along with dexamethasone 40 mg on days 1-4, 8-11 and 15-18 during cycle 1 and days 1-4 during cycles 2-4.	Patients with untreated MM received four xxi - cholecalciferol cycles of PAD , comprising @DRUG$ 1.3 mg / @DRUG$ ( two ) on days 1 , 4 , 8 and eleven , along with dexamethasone 40 mg on days 1 - 4 , 8- eleven and xv - 18 during motorbike 1 and days 1 - 4 during cycles 2- 4 .	Patients with 40 MM received four 21 2 d cycles of cycle , comprising @DRUG$ 1.3 mg / @DRUG$ ( 4 ) on days 1 with 4 , 8 and 11 , along , dexamethasone untreated mg on days 1 - 4 , 8- 4 and 15 - 18 during PAD 1 and days 1 - 11 during cycles 2- - .	Patients with untreated MM received four d cycles of PAD comprising @DRUG$ 1.3 mg / @DRUG$ 2 ) on days 1 , , and 11 , along with dexamethasone 40 mg on days 4 , 8- 11 and 15 - 18 during cycle 1 and days 1 - 4 during cycles 2- 4 .	Patients with untreated MM received four 21 - d cycles of PAD , comprising @DRUG$ 1.3 mg / @DRUG$ ( 2 ) on days 1 , 4 , 8 and 11 , along with dexamethasone 40 mg on days 1 - 4 , 8- 11 and 15	0
0	These findings were not explained by the relationships of nortriptyline treatment to weight change (r = -0.21, p = .31) or depression improvement to compliance with the protocol for self-monitoring of blood glucose (@DRUG$ = 0.01, @DRUG$ = .97).	These findings were not explicate by the relationships of nortriptyline treatment to weight down change ( r = - 0.21 , p = .31 ) or depression improvement to abidance with the protocol for self-monitoring of rip glucose ( @DRUG$ = 0.01 , @DRUG$ = .97 ) .	These findings were not explained by the 0.01 of nortriptyline or to weight change ( r = - 0.21 , p = of ) treatment depression improvement to compliance with the protocol .31 self-monitoring for blood glucose ( @DRUG$ = relationships , @DRUG$ = .97 ) .	findings were not explained the relationships of nortriptyline treatment to change ( r = - 0.21 , p = .31 ) or depression improvement compliance with the for self-monitoring of glucose ( @DRUG$ = 0.01 , @DRUG$ = .	Nortriptyline treatment was not related to weight change, but it was related to improvement in depression symptoms. Compliance with the protocol for self-monitoring of blood glucose was related to improvement in depression symptoms.	1
0	Overall, pleuromutilins and, in particular, @DRUG$ are characterized by potent activity against Gram-positive and fastidious Gram-negative pathogens @DRUG$ well as against mycoplasmas and intracellular organisms, such as Chlamydia spp.	Overall , pleuromutilins and , in particular , @DRUG$ are characterized by stiff activity against gram positive and fastidious Gram-negative pathogen @DRUG$ well as against mycoplasmas and intracellular organisms , such as Chlamydia spp .	Overall , pleuromutilins and , in particular , @DRUG$ intracellular characterized by potent activity against Gram-positive and fastidious Gram-negative against @DRUG$ well as pathogens mycoplasmas and are organisms , such as spp Chlamydia .	Overall , pleuromutilins , in particular @DRUG$ are characterized by potent activity against Gram-positive and fastidious Gram-negative pathogens @DRUG$ well as against mycoplasmas and organisms , such as Chlamydia spp .	@DRUG$ is a potent antibiotic that is effective against a wide range of Gram-positive and Gram-negative bacteria, as well as mycoplasmas and other intracellular organisms.	1
1	This method allowed the detection of therapeutic concentrations of acemetacin, @DRUG$ (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, @DRUG$, tolfenamic acid, and tolmetin in urine samples.	This method grant the espial of therapeutic assiduousness of acemetacin , @DRUG$ ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen calcium , flufenamic acid , flurbiprofen , motrin , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naproxen , niflumic acid , phenylbutazone , suxibuzone , @DRUG$ , tolfenamic acid , and tolmetin in piss sampling .	This fenoprofen allowed the detection paracetamol therapeutic concentrations of acemetacin , @DRUG$ ( , ) , suxibuzone acid , diclofenac , diflunisal , etodolac , fenbufen , method , flufenamic mofebutazone , flurbiprofen , ibuprofen , indometacin acid kebuzone , ketoprofen naproxen lonazolac , meclofenamic acid , mefenamic acid , , , , of niflumic acid , phenylbutazone , acetylsalicylic , @DRUG$ , tolfenamic acid , and tolmetin in urine samples .	This method allowed the detection of therapeutic concentrations of acemetacin , @DRUG$ ( paracetamol ) , acetylsalicylic acid , diclofenac diflunisal , etodolac , fenbufen , fenoprofen flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , acid , , naproxen , niflumic acid , phenylbutazone , suxibuzone , @DRUG$ , tolfenamic , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin , paracetamol , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid	1
0	Intravenous @DRUG$ had no effect on this action, even at a very high dose of 10 @DRUG$ kg(-1) i.v., while yohimbine (0.1 - 0.3 mg kg(-1) i.v.) inhibited mydriasis in a dose-dependent manner, indicating that OPC-28326 was at least 100 times less potent than yohimbine in regard to the anti-mydriatic effect.	endovenous @DRUG$ had no effect on this action , even at a very eminent dose of 10 @DRUG$ kg ( - unity ) i.v. , while yohimbine ( 0.1 - 0.3 mg kg ( - unity ) i.v. ) inhibit mydriasis in a dose-dependent manner , indicating that OPC - 28326 was at to the lowest degree century times less potent than yohimbine in regard to the anti-mydriatic effect .	Intravenous @DRUG$ had no effect 100 this action , least at a very high dose mydriasis 10 @DRUG$ kg 0.1 - 1 ) i.v. even while yohimbine ( 0.3 - ( mg kg ( - 1 ) i.v. ) inhibited of in a dose-dependent manner , indicating that OPC - 28326 was at , on times less potent than yohimbine in regard to the anti-mydriatic effect .	Intravenous @DRUG$ had no effect this , at a very dose of 10 @DRUG$ kg ( - 1 ) i.v. while yohimbine ( 0.1 - 0.3 mg kg ( - ) i.v. ) mydriasis in a dose-dependent manner , indicating that OPC - 28326 was at least 100 less potent than yohimbine in regard to the effect .	Intravenous @DRUG$ had no effect on this action , even at a very high dose of 10 @DRUG$ kg ( - 1 ) i.v. , while yohimbine ( 0.1 - 0.3 mg kg ( - 1 ) i.v. ) inhibited	0
0	We conducted a retrospective cohort study of all patients who received 12 g/day of @DRUG$ or @DRUG$ for at least 24 h. Two hundred twenty-four patients were included.	We conducted a retrospective cohort bailiwick of all patients who received 12 g/ day of @DRUG$ or @DRUG$ for at least 24 henry . Two one c twenty - four patients were included .	We 24 a retrospective cohort study of all hundred who received 12 g/ day of @DRUG$ or @DRUG$ for four least conducted h . Two patients twenty - at patients were included .	We conducted a retrospective cohort study of patients who received 12 g/ day of @DRUG$ or @DRUG$ for least 24 h . Two hundred twenty - four patients included .	We looked at all the patients who received 12 grams of @DRUG$ or @DRUG$ each day for at least 24 hours. 224 patients were included in our study.	0
0	Here we report the pharmacological characterization of SB-462795 (@DRUG$) @DRUG$ a potent and orally bioavailable small molecule inhibitor of cathepsin K that inhibits bone resorption both in vitro in human tissue and in vivo in cynomolgus monkeys.	Here we report the pharmacological characterization of SB -462795 ( @DRUG$ ) @DRUG$ a virile and by word of mouth bioavailable small molecule inhibitor of cathepsin K that inhibits bone resorption both in vitro in human being weave and in vivo in cynomolgus monkeys .	Here we report the molecule characterization of SB -462795 ( @DRUG$ ) @DRUG$ a potent and orally bioavailable small vitro inhibitor of both K tissue inhibits bone resorption cathepsin in pharmacological in human that and in vivo in cynomolgus monkeys .	Here we report the pharmacological characterization of SB -462795 ( @DRUG$ ) @DRUG$ a potent and orally bioavailable small molecule inhibitor of cathepsin K that inhibits bone resorption both in vitro in human tissue and in vivo in cynomolgus monkeys .	SB -462795 ( @DRUG$ ) is a potent and orally bioavailable small molecule inhibitor of cathepsin K that inhibits bone resorption both in vitro in human tissue and in vivo in cynomolgus monkeys .	1
0	Rucaparib and @DRUG$ sensitise cancer cells to X-radiation or (131)I-@DRUG$ treatment.	Rucaparib and @DRUG$ sensitise cancer cells to roentgen ray or ( 131 ) I - @DRUG$ treatment .	Rucaparib and @DRUG$ sensitise cancer cells I X-radiation or ( 131 ) to - @DRUG$ treatment .	Rucaparib and @DRUG$ sensitise cancer cells to X-radiation or ( 131 ) I @DRUG$ treatment .	Rucaparib and @DRUG$ make cancer cells more sensitive to X-radiation or ( 131 ) I - @DRUG$ treatment .	0
0	@DRUG$ has an unique property @DRUG$ an NSAIDs that suppresses both cyclooxygenase and lipoxygenase.	@DRUG$ has an singular property @DRUG$ an NSAIDs that suppresses both cyclooxygenase and lipoxygenase .	@DRUG$ has an unique property @DRUG$ that NSAIDs an suppresses both cyclooxygenase and lipoxygenase .	@DRUG$ has an unique property @DRUG$ NSAIDs that suppresses both cyclooxygenase and lipoxygenase .	@DRUG$ is a unique drug that suppresses both cyclooxygenase and lipoxygenase .	1
0	MATERIALS AND METHODS: Patients with diabetes and symptomatic arterial obstructions (N = 129) were randomized to receive @DRUG$ 100 @DRUG$/d plus batroxobin 5 IU every other day for six doses (n = 58) or aspirin alone (n = 71).	MATERIALS AND METHODS : Patients with diabetes and diagnostic arterial obstructions ( N = 129 ) were randomise to receive @DRUG$ 100 @DRUG$ / d plus batroxobin 5 IU every other day for six department of state ( n = 58 ) or aspirin alone ( n = seventy one ) .	MATERIALS AND METHODS every Patients with diabetes and symptomatic arterial ( ( N = 129 ) were randomized to receive @DRUG$ 100 @DRUG$ / for plus batroxobin 5 six : other day d IU doses ( n = 58 ) or aspirin alone obstructions n = 71 ) .	MATERIALS AND METHODS : Patients with diabetes and symptomatic arterial obstructions ( N ) were randomized receive @DRUG$ 100 @DRUG$ / d plus batroxobin 5 IU other day for six doses ( n = 58 ) aspirin alone ( n = 71 )	MATERIALS AND METHODS : Patients with diabetes and symptomatic arterial obstructions ( N = 129 ) were randomized to receive @DRUG$ 100 @DRUG$ / d plus batroxobin 5 IU every other day for six doses ( n = 58 ) or aspirin alone ( n =	0
0	The chlorzoxazone-induced relaxation of the thoracic artery pre-contracted by noradrenaline was suppressed by 5 mM @DRUG$, 75 mM ethanol and 2 microM paxilline, but not by 2 microM @DRUG$.	The chlorzoxazone - induced relaxation of the pectoral arteria pre-contracted by noradrenaline was suppressed by fivesome mM @DRUG$ , 75 mM ethanol and 2 microM paxilline , but not by 2 microM @DRUG$ .	The chlorzoxazone - induced relaxation the of thoracic artery ethanol microM noradrenaline was suppressed by 5 mM @DRUG$ , 75 mM pre-contracted and 2 by paxilline , but not by 2 microM @DRUG$ .	chlorzoxazone - induced relaxation of the artery pre-contracted by noradrenaline was suppressed by 5 @DRUG$ , 75 mM ethanol and 2 microM paxilline , but not by microM @DRUG$ .	The chlorzoxazone - induced relaxation of the thoracic artery pre-contracted by noradrenaline was suppressed by 5 mM @DRUG$ and 75 mM ethanol, but not by 2 microM @DRUG$.	0
0	The impact of alanyl-glutamine on clinical safety, @DRUG$ @DRUG$, intestinal permeability, and clinical outcome in postoperative patients: a randomized, double-blind, controlled study of 120 patients.	The impact of alanyl- glutamine on clinical safety , @DRUG$ @DRUG$ , intestinal permeability , and clinical final result in postoperative patients : a randomized , double - subterfuge , controlled study of long hundred patients .	The impact of alanyl- glutamine on clinical safety , @DRUG$ @DRUG$ , intestinal permeability , and clinical outcome in randomized patients double a postoperative , : - blind of controlled study , 120 patients .	The impact of alanyl- glutamine on clinical safety , @DRUG$ @DRUG$ , intestinal permeability , clinical outcome in postoperative patients a randomized , - blind , controlled study of patients .	The impact of alanyl- glutamine on clinical safety , @DRUG$ @DRUG$ , intestinal permeability , and clinical outcome in postoperative patients : a randomized , double - blind , controlled study of 120 patients ."Alanyl- glutamine affects the safety of a drug, the perme	0
1	As an adjunct therapy to @DRUG$ in patients with more advanced Parkinson's disease, ropinirole was reported to be as effective as @DRUG$ and significantly more effective than placebo.	As an assistant therapy to @DRUG$ in patients with more advance Parkinson 's disease , ropinirole was reported to be as effective as @DRUG$ and importantly more effective than placebo .	As an as therapy to @DRUG$ in patients with more placebo than 's disease , ropinirole was reported to be as effective adjunct @DRUG$ and significantly more effective Parkinson advanced .	As an adjunct therapy to @DRUG$ in patients with more advanced Parkinson 's disease , ropinirole was reported to be as effective as @DRUG$ and significantly effective than placebo .	Ropinirole was found to be as effective as @DRUG$ and significantly more effective than placebo when used as an adjunct therapy to @DRUG$ in patients with more advanced Parkinson's disease.	0
0	Originally developed and commercialized @DRUG$ an antiprotozoal agent, @DRUG$ was later identified as a first-in-class broad-spectrum antiviral drug and has been repurposed for the treatment of influenza.	Originally developed and market @DRUG$ an antiprotozoal agent , @DRUG$ was later identified as a first-in- class broad-spectrum antiviral dose and has been repurposed for the handling of influenza .	Originally developed and commercialized @DRUG$ an repurposed agent , @DRUG$ was later identified as a first-in- class antiprotozoal antiviral broad-spectrum and has been drug for the treatment of influenza .	developed and commercialized @DRUG$ an antiprotozoal agent , @DRUG$ was later identified as a first-in- class broad-spectrum antiviral drug and has been repurposed for the treatment of influenza .	@DRUG$ was originally developed and commercialized as an antiprotozoal agent, but @DRUG$ was later identified as a first-in-class broad-spectrum antiviral drug and has been repurposed for the treatment of influenza.	0
1	Select safety and efficacy studies for @DRUG$ in combination with supportive evidence from the results of prior @DRUG$ studies allowed for regulatory approval for acute and maintenance claims in both adults and adolescents, while minimizing burden on the sponsor.	Select safety and efficaciousness studies for @DRUG$ in combination with supportive evidence from the results of prior @DRUG$ studies allowed for regulatory approval for needlelike and maintenance claims in both adults and stripling , while minimizing burden on the frequent .	Select safety and adolescents studies for @DRUG$ burden combination with supportive evidence from the results of prior @DRUG$ studies allowed for regulatory approval for and acute on claims in both adults and efficacy , while minimizing in maintenance the sponsor .	Select safety and efficacy studies for @DRUG$ in combination with supportive evidence from the results of @DRUG$ studies allowed for approval for acute and maintenance claims in adults and , while minimizing burden on the sponsor .	The safety and efficacy of @DRUG$ in combination with @DRUG$ has been studied and found to be safe and effective, which has allowed for regulatory approval for acute and maintenance claims in both adults and adolescents.	0
0	Limited accumulation occurred following once-daily administration of @DRUG$ for five consecutive days at 1 mg/kg (s.c.) or 2 mg/kg (@DRUG$.o.).	Limited accumulation occurred following once-daily administration of @DRUG$ for quint serial days at ane mg / kg ( s.c. ) or 2 mg / kg ( @DRUG$ .o. ) .	Limited ( occurred following consecutive administration of @DRUG$ for five once-daily days at 1 mg / kg ( ) s.c. or 2 mg / kg accumulation @DRUG$ .o. ) .	accumulation occurred following once-daily administration of @DRUG$ for consecutive days at 1 mg / kg s.c. ) or 2 mg / kg ( @DRUG$ .o. )	Limited accumulation occurred following once-daily administration of @DRUG$ for five consecutive days at 1 mg / kg ( s.c. ) or 2 mg / kg ( @DRUG$ .o. ) ."In other words, DRUGA and DRUGB are related in that limited accumulation	0
0	The study was designed to investigate effects of @DRUG$, @DRUG$ oil, and beeswax and the mixture on growth of Staphylococcus aureus and Candida albicans isolated from human specimens.	The subject area was designed to investigate impression of @DRUG$ , @DRUG$ oil , and beeswax and the mixture on growth of staph aureus and Candida albicans isolated from human specimens .	was study The designed to growth effects of @DRUG$ , @DRUG$ oil , and beeswax and the mixture on investigate of Staphylococcus aureus and Candida specimens isolated from human albicans .	The study was designed to investigate of @DRUG$ , @DRUG$ oil , and beeswax and the mixture on growth of Staphylococcus aureus and Candida albicans isolated from human specimens .	The study was designed to investigate the effects of @DRUG$ and @DRUG$ on the growth of Staphylococcus aureus and Candida albicans isolated from human specimens.	0
0	Ferrous @DRUG$ supplementation significantly increased risk of GI side-effects versus placebo with an odds ratio (OR) of 2.32 [95% CI 1.74-3.08, @DRUG$<0.0001, I2 = 53.6%] and versus i.v. iron with an OR of 3.05 [95% CI 2.07-4.48, p<0.0001, I2 = 41.6%].	ferrous @DRUG$ supplementation significantly increased put on the line of GI side-effects versus placebo with an odds proportion ( OR ) of 2.32 [ 95 %  1.74-3.08 , @DRUG$ <0.0001 , I2 = 53.6 % ] and versus i.v. atomic number  with an OR of 3.05 [ 95 %  2.07-4.48 , p<0.0001 , I2 = 41.6 % ] .	Ferrous @DRUG$ supplementation significantly increased risk of GI side-effects versus placebo with an odds ratio ( p<0.0001 ) with 2.32 53.6 95 % CI 1.74-3.08 , @DRUG$ <0.0001 , I2 = [ % 2.07-4.48 and ] i.v. iron of an OR of 3.05 [ 95 % CI ] , OR , I2 = 41.6 % versus .	Ferrous @DRUG$ supplementation significantly increased risk GI side-effects versus placebo with an odds ratio ( OR ) of 2.32 95 % CI , @DRUG$ <0.0001 , = 53.6 % ] and versus i.v. with an OR of 3.05 [ % CI 2.07-4.48 , p<0.0001 , I2 = 41.6 % ] .	Ferrous @DRUG$ supplementation significantly increased risk of GI side-effects versus placebo with an odds ratio ( OR ) of 2.32 [ 95 % CI 1.74-3.08 ], and versus i.v. iron with an OR of 3.05 [ 95 % CI 2.07	1
0	The present investigation provides quantitative values for a broad range of receptor-level interactions of the individual MPH isomers to better characterize the distinction between dl-MPH versus d-@DRUG$ versus l-MPH as it relates to binding affinity at sites associated with relevant central nervous system (CNS) pharmacology, as well @DRUG$ peripheral physiology.	The present investigation provides quantitative values for a broad range of receptor-level interactions of the individual MPH isomer to unspoiled characterize the eminence between deciliter - MPH versus d-@DRUG$ versus l-MPH as it relates to binding kinship at sites associated with relevant central nervous system ( CNS ) pharmacology , as well @DRUG$ peripheral physiology .	The present investigation provides quantitative values for a broad range of receptor-level interactions of the individual MPH @DRUG$ to better characterize physiology distinction between dl - MPH versus d-@DRUG$ versus nervous as it relates to binding affinity at sites associated isomers relevant central l-MPH system ( CNS ) pharmacology the as well with peripheral , .	The present investigation provides values for broad range of receptor-level interactions of the individual MPH isomers to better characterize the distinction between dl - MPH versus d-@DRUG$ l-MPH as it relates to binding affinity at sites associated with relevant central system ( CNS ) pharmacology , as well @DRUG$ peripheral physiology .	The study found that the d-form of MPH (@DRUG$) binds more strongly to receptors associated with CNS pharmacology than the l-form (MPH), and that the dl-form (a combination of the d- and l-forms) binds more strongly than either form alone	1
0	Dasatinib (formerly BMS-354825), AP23464, SKI-606, and PD166326 are classified @DRUG$ Src/@DRUG$ inhibitors, while nilotinib (AMN107) and INNO-406 (NS-187) belong to the latter subclass of inhibitors.	Dasatinib ( formerly ordure -354825 ) , AP23464 , ski -606 , and PD166326 are classified advertisement @DRUG$ Src / @DRUG$ inhibitors , while nilotinib ( AMN107 ) and INNO - 406 ( NS - 187 ) belong to to the latter subclass of inhibitors .	Dasatinib -606 formerly BMS -354825 ) , AP23464 , and ( , and PD166326 are NS @DRUG$ - / @DRUG$ inhibitors , while nilotinib ( AMN107 ) SKI INNO Src 406 ( classified - 187 ) belong to the latter subclass of inhibitors .	( formerly BMS -354825 ) , , , and PD166326 classified @DRUG$ Src / @DRUG$ inhibitors , while nilotinib ( AMN107 ) and INNO - 406 ( NS 187 ) belong to the latter subclass of inhibitors .	@DRUG$ is a type of drug known as a Src / @DRUG$ inhibitor, while DRUGB is a type of drug known as an NS-187 inhibitor.	0
0	Fidaxomicin has been demonstated to be @DRUG$ safe as oral vancomycin, but superior to @DRUG$ in achieving a sustained clinical response for CDI in patients infected with non-BI/NAP1/027 strains.	Fidaxomicin has been demonstated to be @DRUG$ safe as oral vancomycin , but superior to @DRUG$ in reach a prolong clinical response for CDI in patients infected with not -BI / NAP1/027 strains .	Fidaxomicin with been demonstated to be @DRUG$ safe sustained oral vancomycin for but superior to @DRUG$ in achieving a as clinical response , CDI in patients infected has non -BI / NAP1/027 strains .	has been demonstated to be @DRUG$ safe as oral vancomycin , but superior @DRUG$ in a sustained clinical response for CDI in patients infected with non -BI NAP1/027 strains .	Fidaxomicin is safe as oral vancomycin, but superior to oral vancomycin in achieving a sustained clinical response for CDI in patients infected with non -BI / NAP1/027 strains .	1
0	For in vivo experiments, BNP1350 was given 1.0 mg/kg i.@DRUG$. or 1.5 @DRUG$/kg p.o. daily x 5 and CPT-11 20 mg/kg i.p. daily x 5 being equitoxic schedules in nude mice bearing s.c. human tumor xenografts.	For in vivo experiments , BNP1350 was given 1.0 mg / kg i.@DRUG$ . or 1.5 @DRUG$ / kg petty officer day by day ecstasy 5 and CPT -11  mg / kg i.p. day by day ecstasy 5 being equitoxic schedules in nude mice bearing s.c. human tumor xenografts .	For in vivo experiments , BNP1350 was mg 1.0 mg / 20 kg . or 1.5 @DRUG$ / i.@DRUG$ p.o. daily kg 5 and CPT -11 x given / kg i.p. daily x 5 being equitoxic schedules in nude mice bearing s.c. human tumor xenografts .	For in vivo experiments , BNP1350 was given 1.0 mg / kg i.@DRUG$ . or 1.5 @DRUG$ / kg daily x 5 and CPT -11 20 mg / i.p. daily x 5 being equitoxic schedules in nude mice bearing s.c. human tumor xenografts .	For in vivo experiments, BNP1350 was given 1.0 mg/kg i.@DRUG$. or 1.5 @DRUG$/kg p.o. daily x 5 and CPT-11 20 mg/kg i.p. daily x 5 being equitoxic schedules	0
0	Other adverse events were reported in 1 subject each: dizziness (@DRUG$ 100 mg), syncope (alogliptin 200 mg), constipation (alogliptin 200 @DRUG$), viral infection (alogliptin 400 mg), hot flush (placebo), and nausea (placebo).	Other adverse outcome were reported in 1 dependent each : dizziness ( @DRUG$ 100 mg ) , deliquium ( alogliptin 200 mg ) , constipation ( alogliptin 200 @DRUG$ ) , viral infection ( alogliptin 400 mg ) , live flush ( placebo ) , and sickness ( placebo ) .	Other adverse syncope were reported in 1 flush each : dizziness ( @DRUG$ 100 mg ) , ( infection alogliptin 200 mg ) , constipation ( alogliptin 200 @DRUG$ ) , viral , events alogliptin 400 mg ) , hot subject ( placebo ) ( and nausea ( placebo ) .	Other adverse events were reported in 1 each : dizziness ( @DRUG$ 100 mg ) , ( alogliptin 200 mg ) , constipation ( alogliptin 200 @DRUG$ ) , viral ( alogliptin 400 mg ) , hot flush ( placebo ) , and nausea ( placebo ) .	Adverse events were reported in 1 subject each : dizziness ( @DRUG$ 100 mg ) , syncope ( alogliptin 200 mg ) , constipation ( alogliptin 200 mg @DRUG$ ) , viral infection ( alogliptin 400 mg ) , hot flush ( placebo	0
0	In the tissue of the tonsil there were proved levels which were definitely above the @DRUG$ 90 (MIC = minimum inhibitory concentration) known for the clinically relevant germs for cefotiam after 30 min up to 2 h, for cefuroxime axetil after only 2 h. Considering the distribution areas, the capacity of the protein binding and the microbiological measuring methods, one can expect an efficient antibiotic coverage after an intravenous one-shot bolus injection of 1 g cefotiam from 30 min to 4 h and after oral application of 250 mg cefuroxime axetil on an empty stomach from 1 to 6 h. Because of the short duration of a tonsillectomy and the serum and tonsil tissue kinetics cefotiam and @DRUG$ axetil are suitable for the perioperative antibiotic prophylaxis of high-risk patients.	In the tissue of the tonsil there were proved levels which were definitely above the @DRUG$ 90 ( MIC = minimum inhibitory concentration ) known for the clinically relevant microbe for cefotiam after 30 min dialect up to 2 h , for ceftin axetil after only 2 h. Considering the distribution expanse , the capability of the protein constipate and the microbiological measuring methods , one can expect an effective antibiotic drug reportage after an endovenous one - shot bolus injection of 1 gib cefotiam from 30 min dialect to 4 h and after oral application of 250 mg ceftin axetil on an empty stomach from 1 to 6 h. Because of the shortstop duration of a tonsillectomy and the serum and tonsil tissue kinetics cefotiam and @DRUG$ axetil are suitable for the perioperative antibiotic drug prophylaxis of high- run a risk patients .	In the microbiological of the tonsil there were proved levels which were definitely above the bolus 90 ( MIC serum minimum inhibitory concentration ) known from the clinically relevant germs for cefotiam after one min up to 2 h measuring risk expect axetil after only 2 h. @DRUG$ the distribution areas mg the capacity of the protein binding , the tissue and methods , 30 can cefuroxime an efficient antibiotic coverage after an intravenous one - shot Considering injection of 1 g cefotiam from 30 min to 4 h and after oral application of 250 , cefuroxime axetil on an empty stomach for 1 to 6 h. Because of the short duration of = tonsillectomy and the of and tonsil tissue kinetics cefotiam and @DRUG$ axetil are suitable for the perioperative antibiotic prophylaxis a high- for patients .	In the tissue of the were proved levels which definitely above the @DRUG$ 90 ( MIC = minimum inhibitory concentration ) known for the clinically relevant germs cefotiam after 30 up to 2 h , for axetil after only 2 h. Considering the distribution areas , the capacity of the protein binding and the microbiological measuring methods , one can expect an efficient antibiotic coverage after intravenous one - shot bolus injection of 1 g from 30 min to h and after oral application of 250 cefuroxime axetil an empty stomach from 1 to h. Because the short duration a tonsillectomy and the and tonsil tissue kinetics cefotiam and @DRUG$ axetil are suitable for the perioperative antibiotic prophylaxis of high- risk .	The levels of @DRUG$ in the tissue of the tonsil were found to be above the minimum inhibitory concentration (MIC) for clinically relevant germs known to be susceptible to cefotiam after 30 minutes up to 2 hours. Considering the distribution areas, the capacity of the protein binding and	1
0	Based on two- and four-week measurements, the mean fall from baseline (pre-dose) in oestradiol level was 79% and 58% in the @DRUG$ and @DRUG$ groups, respectively (P = 0.0001).	Based on  - and four-week measuring , the mean fall from baseline ( pre-dose ) in oestradiol level was 79 % and 58 % in the @DRUG$ and @DRUG$ grouping , respectively ( P = 0.0001 ) .	% on two - and four-week measurements , the mean fall from baseline ( pre-dose ) in oestradiol level was 79 % and the Based in 58 @DRUG$ respectively @DRUG$ groups , and ( P = 0.0001 ) .	Based on two - four-week measurements , the mean fall from ( pre-dose ) in oestradiol level 79 % and 58 % in the @DRUG$ and @DRUG$ groups , ( P = 0.0001 ) .	The mean fall from baseline in oestradiol level was 79% in the @DRUG$ group, and 58% in the @DRUG$ group.	0
0	@DRUG$ 3500 IU/day started postoperatively was @DRUG$ effective as enoxaparin 4000 IU/day started preoperatively in total knee arthroplasty, with a trend towards a lower rate of proximal deep vein thrombosis (DVT), pulmonary embolism and symptomatic VTE.	@DRUG$ 3500 IU / day commence postoperatively was @DRUG$ effective as enoxaparin 4000 IU / day commence preoperatively in total knee arthroplasty , with a tendency towards a lower rate of proximal thick vein thrombosis ( DVT ) , pneumonic embolism and symptomatic VTE .	@DRUG$ 3500 ( / day started postoperatively was @DRUG$ effective as enoxaparin 4000 IU / rate started preoperatively in total knee arthroplasty , a with pulmonary towards a lower day of proximal deep vein thrombosis IU DVT ) , trend embolism and symptomatic VTE .	@DRUG$ 3500 IU / day started postoperatively was @DRUG$ effective as enoxaparin 4000 IU / day started in total knee arthroplasty , with trend towards a lower rate of proximal deep vein thrombosis ( DVT ) , pulmonary embolism and symptomatic VTE .	@DRUG$ was effective as @DRUG$ in preventing DVT, pulmonary embolism, and symptomatic VTE in total knee arthroplasty.	0
0	In Japan, recombinant bFGF, also known @DRUG$ @DRUG$, has been administered for intractable skin ulcer for its strong effect on tissue granulation.	In Japan , recombinant bFGF , besides known @DRUG$ @DRUG$ , has been administered for intractable skin ulcer for its strong effect on weave granulation .	In Japan , recombinant bFGF , also tissue @DRUG$ @DRUG$ , has been administered for intractable skin ulcer for its strong effect on known granulation .	In Japan , recombinant bFGF , also @DRUG$ @DRUG$ , has been administered for intractable skin ulcer for its strong effect on tissue granulation .	@DRUG$ is a protein that is used to stimulate tissue growth, and is often used to treat skin ulcers. @DRUG$ is a protein that is similar to DRUGA, and is also used to stimulate tissue growth.	0
0	In rats, @DRUG$ treatment (50 mg/kg bw/@DRUG$) significantly induced pentoxyresorufin O-dealkylation (PROD), benzyloxyresorufin O-dealkylation (BROD), and ethoxyresorufin O-dealkylation (EROD) hepatic microsomal activities.	In denounce , @DRUG$ treatment (  mg / kg bioattack / @DRUG$ ) significantly induced pentoxyresorufin O-dealkylation ( PROD ) , benzyloxyresorufin O-dealkylation ( BROD ) , and ethoxyresorufin O-dealkylation ( EROD ) hepatic microsomal activities .	EROD rats , @DRUG$ treatment ethoxyresorufin 50 mg / kg bw , @DRUG$ ) significantly induced pentoxyresorufin O-dealkylation ( PROD ) , benzyloxyresorufin O-dealkylation ( BROD ) / and ( O-dealkylation ( In ) hepatic microsomal activities .	In rats , @DRUG$ treatment ( 50 mg kg / @DRUG$ ) significantly induced pentoxyresorufin O-dealkylation PROD ) , benzyloxyresorufin O-dealkylation ( BROD ) and ethoxyresorufin O-dealkylation ( EROD hepatic microsomal activities .	The administration of @DRUG$ (50 mg/kg body weight) to rats significantly induced the activities of the enzymes pentoxyresorufin O-dealkylation, benzyloxyresorufin O-dealkylation, and ethoxyresorufin O-de	1
1	Quinupramine decreased locomotor activity in mice, but potentiated @DRUG$-induced hyperactivity to a greater degree than imipramine and @DRUG$.	Quinupramine decreased locomotive activity in computer mouse , but potentiated @DRUG$ - induced hyperactivity to a greater degree than imipramine and @DRUG$ .	than decreased locomotor activity greater mice , but potentiated @DRUG$ - induced hyperactivity to a in degree Quinupramine imipramine and @DRUG$ .	Quinupramine decreased locomotor activity in mice , potentiated @DRUG$ - induced hyperactivity a greater degree than imipramine @DRUG$ .	Quinupramine decreased locomotor activity in mice, but potentiated @DRUG$-induced hyperactivity to a greater degree than imipramine and @DRUG$.	0
0	This report reviews the safety of Aluminum, @DRUG$, Lithium Magnesium, Lithium Magnesium Sodium, Magnesium @DRUG$, Magnesium, Sodium Magnesium, and Zirconium Silicates, Magnesium Trisilicate, Attapulgite, Bentonite, Fuller's Earth, Hectorite, Kaolin, Montmorillonite, Pyrophyllite, and Zeolite as used in cosmetic formulations.	This report reviews the safety of Aluminum , @DRUG$ , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium @DRUG$ , Magnesium , Sodium Magnesium , and atomic number  Silicates , Magnesium Trisilicate , Attapulgite , bentonite , Fuller 's dry land , Hectorite , Kaolin , Montmorillonite , pyrophyllite , and zeolite as used in cosmetic formulations .	This report reviews the safety of Aluminum , @DRUG$ , Lithium Magnesium , Lithium Magnesium Sodium , , @DRUG$ , Magnesium Magnesium as Magnesium Kaolin , Zirconium Silicates , Magnesium Trisilicate in Attapulgite , Bentonite , Fuller 's Earth , Hectorite , , , Montmorillonite , Pyrophyllite , and Zeolite Sodium used and cosmetic formulations .	This report reviews the of Aluminum , @DRUG$ , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium @DRUG$ , Magnesium , Sodium Magnesium , and Zirconium , Magnesium Trisilicate , Attapulgite Bentonite , Fuller 's Earth , Hectorite , , , Pyrophyllite , and Zeolite as in cosmetic formulations .	This report reviews the safety of Aluminum , @DRUG$ , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium @DRUG$ , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , Attapulgite , Bentonite ,	0
1	With the advent of pharmaceutical cannabis-based medicines (Sativex/@DRUG$ and Epidiolex), and liberalisation of access in certain nations, this ignorance of @DRUG$ pharmacology and therapeutics has become untenable.	With the advent of pharmaceutical cannabis-based medicines ( Sativex / @DRUG$ and Epidiolex ) , and liberalisation of get at in certain land , this ignorance of @DRUG$ pharmacology and therapeutics has become indefensible .	With the advent of pharmaceutical cannabis-based medicines liberalisation Sativex / @DRUG$ and Epidiolex ) , and therapeutics of access in certain nations , and ignorance of @DRUG$ pharmacology this ( has become untenable .	With the advent of pharmaceutical cannabis-based medicines ( Sativex / @DRUG$ and Epidiolex ) , and liberalisation of access nations , this ignorance of @DRUG$ pharmacology and therapeutics has become untenable .	With the advent of pharmaceutical cannabis-based medicines ( Sativex / @DRUG$ and Epidiolex ) , and liberalisation of access in certain nations , people are becoming more aware of the pharmacology and therapeutics of cannabis-based medicines.	1
0	@DRUG$ is effective against all species of @DRUG$ coccidia when tested in short-term battery cage experiments.	@DRUG$ is effective against all species of @DRUG$ coccidia when time tested in short - term battery cage experiments .	@DRUG$ is effective against all species of @DRUG$ coccidia when short in tested - term battery cage experiments .	@DRUG$ is effective against all species of @DRUG$ coccidia when tested in - term battery cage experiments .	@DRUG$ is effective against all species of @DRUG$ coccidia when tested in short - term battery cage experiments ."DRUGA is effective against all species of DRUGB coccidia when tested in short - term battery cage experiments.	0
0	Selective antagonists at @DRUG$ @DRUG$(2)-like receptors, alpha(1)-adrenoceptors, alpha(2)-adrenoceptors, or muscarinic receptors were not able to antagonize the effects of mCPP in either assay.	selective antagonists at @DRUG$ @DRUG$ ( 2 ) - the likes of receptors , alpha ( 1 ) - adrenoceptors , alpha ( 2 ) - adrenoceptors , or muscarinic receptors were not able to antagonize the force of mCPP in either try .	Selective antagonists able @DRUG$ @DRUG$ ( 2 ) - like receptors , alpha ( 1 ) - adrenoceptors , alpha ( 2 of - adrenoceptors , or muscarinic receptors were not in to antagonize the effects ) mCPP at either assay .	Selective antagonists at @DRUG$ @DRUG$ ( 2 ) - like , alpha ( 1 ) - adrenoceptors 2 ) - adrenoceptors , or muscarinic receptors were not able to antagonize the effects of either assay .	Selective antagonists at @DRUG$ @DRUG$ ( 2 ) - like receptors , alpha ( 1 ) - adrenoceptors , alpha ( 2 ) - adrenoceptors , or muscarinic receptors were not able to antagonize the effects of mCPP in either assay .	0
0	This elevation was abolished after pretreatment with a selective @DRUG$ reuptake inhibitor (fluoxetine; 10 @DRUG$/kg i.v.), although brain 5-HT levels remained augmented.	This elevation was get rid of after pretreatment with a selective @DRUG$ reuptake inhibitor ( fluoxetine ; 10 @DRUG$ / kg i.v. ) , although einstein 5 - HT tear down remained augmented .	This a was abolished augmented pretreatment with elevation brain @DRUG$ reuptake inhibitor ( fluoxetine ; 10 @DRUG$ / kg i.v. ) , although selective 5 - HT levels remained after .	This elevation was abolished after pretreatment with a selective @DRUG$ reuptake inhibitor ( fluoxetine ; @DRUG$ kg i.v. ) , brain 5 - HT levels remained augmented .	When @DRUG$ is present in the brain, @DRUG$ levels are increased. However, when DRUGA is blocked by a drug like fluoxetine, DRUGB levels return to normal.	0
0	CONCLUSIONS: Selective COX 2 inhibitors are associated with a moderate increase in the risk of vascular events, @DRUG$ are high dose regimens of @DRUG$ and diclofenac, but high dose naproxen is not associated with such an excess.	CONCLUSIONS : Selective COX  inhibitors are associate with a moderate addition in the risk of vascular events , @DRUG$ are high venereal disease regimens of @DRUG$ and diclofenac , but high venereal disease naproxen is not associate with such an excess .	CONCLUSIONS : Selective COX 2 vascular are associated but a risk increase in the moderate dose inhibitors events , @DRUG$ are high of regimens of @DRUG$ and diclofenac , with high dose naproxen is not associated with such an excess .	CONCLUSIONS Selective COX 2 inhibitors with a moderate increase in the risk of vascular events , @DRUG$ are high dose regimens of @DRUG$ and diclofenac , but high dose naproxen is not with excess .	Selective COX 2 inhibitors are associated with a moderate increase in the risk of vascular events," while "high dose naproxen is not associated with such an excess.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (@DRUG$ 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, @DRUG$-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially uncommitted viva voce and injectable solvent formulations let out that the solubilizing excipients include water - soluble constitutional solvents ( @DRUG$ 300 , polythene ethanediol  , grain alcohol , propylene ethanediol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetter ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polythene ethanediol 1000 succinate , polysorbate  , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of pegleg 300 ,  , or 1750 ) , water - insoluble lipids ( alpha geminorum oil colour , corn oil colour , cottonseed oil colour , olive oil colour , earthnut oil colour , peppermint oil colour , safflower oil colour , sesame oil colour , soybean oil colour , hydrogenated vegetable petroleum , hydrogenated soybean oil colour , and medium- chain of mountains triglycerides of cocos nucifera oil colour and palm seed oil colour ) , constitutional liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic acid , medium- chain of mountains mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soybean phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of palm available triglycerides and injectable solution formulations reveals oil the solubilizing excipients non-ionic water ) soluble organic solvents ( @DRUG$ 300 , polyethylene glycol 400 - ethanol , propylene glycol , polysorbate , N-methyl beta-cyclodextrin 2 , pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) succinate include surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor oleic 60 , d-alpha-tocopherol polyethylene glycol 1000 , , glycerin 20 , polysorbate 80 , Solutol HS 15 , various monooleate , poloxamer insoluble , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol commercially Gellucire 44/14 , Softigen 767 , and mono- and di-fatty olive esters of PEG 300 , 400 , phospholipids 1750 ) , water - peanut lipids ( castor oil - corn oil , cottonseed oil , acid oil , 407 oil , peppermint oil , safflower oil , sesame , , soybean that , hydrogenated vegetable oils oil hydrogenated soybean oil , and medium- chain oral of coconut , and , seed oil - , organic liquids / semi-solids ( beeswax , @DRUG$ , alpha-tocopherol , RH acid , medium- chain mono- and diglycerides ) , sorbitan cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - - ) , and or ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine oil L-alpha-dimyristoylphosphatidylglycerol ) .	A review commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( @DRUG$ 300 polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 and and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water lipids ( castor oil , corn oil , cottonseed oil olive oil , oil peppermint oil , safflower oil , sesame oil , soybean vegetable oils hydrogenated oil , and medium- triglycerides of coconut oil and palm seed oil , organic liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , beta-cyclodextrin and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents (such as polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl - 2 - pyrrolid	1
0	In the large, randomised, multicentre INVEST (INternational @DRUG$ SR/trandolapril STudy), a verapamil SR-based treatment strategy that included trandolapril in most patients was as effective as an atenolol-based treatment strategy in reducing the risk of the primary outcome (first occurrence of death [all-cause], nonfatal myocardial infarction [MI] or nonfatal stroke) in patients with hypertension and coronary artery disease (CAD) and was @DRUG$ well tolerated.	inwards the large , randomized , multicentre INVEST ( outside @DRUG$ SR / trandolapril STudy ) , a isoptin SR - based intervention strategy that included trandolapril in most patients was as effective as an atenolol - based intervention strategy in reducing the risk of the primary outcome ( initiatory occurrence of death [ all - cause ] , nonfatal myocardial infarction [ air mile ] or nonfatal diagonal ) in patients with hypertension and coronary artery disease ( CAD ) and was @DRUG$ well tolerated .	In the large , randomised , SR INVEST ( INternational @DRUG$ SR / trandolapril STudy coronary , a cause risk - based treatment strategy that included trandolapril in most patients was as effective ( an as - based treatment strategy in reducing the multicentre of the primary outcome ( first occurrence ) death [ all - verapamil ] , nonfatal myocardial infarction [ MI ] or nonfatal stroke of in patients with hypertension and ) artery disease atenolol CAD ) and was @DRUG$ well tolerated .	In the large , randomised multicentre INVEST ( INternational @DRUG$ SR trandolapril STudy ) , a verapamil SR - based treatment strategy that included in patients was as effective as an atenolol - based treatment in reducing risk of the primary outcome ( first occurrence of death [ all - cause ] , nonfatal myocardial infarction [ MI ] or nonfatal stroke ) in patients with hypertension coronary artery disease ( CAD ) and was @DRUG$ well tolerated .	In the large study, a verapamil SR-based treatment strategy that included trandolapril in most patients was as effective as an atenolol-based treatment strategy in reducing the risk of the primary outcome (first occurrence of death [all-cause], nonfatal my	1
0	The kinetics of perindoprilat were dose dependent with the apparent volume of distribution (V/F) varying from 920 @DRUG$ at a dose of 3.1 mg of perindoprilat to 470 L at a dose of 12.3 @DRUG$, in normal volunteers.	The kinetics of perindoprilat were dose dependent with the plain bulk of distribution ( V/ F ) varying from 920 @DRUG$ at a dose of 3.1 magnesium of perindoprilat to 470 L at a dose of 12.3 @DRUG$ , in formula volunteers .	The kinetics of distribution were 3.1 dependent with the apparent volume of ) ( V/ F perindoprilat varying from 920 @DRUG$ 470 a dose of dose mg of perindoprilat to at L at a dose of 12.3 @DRUG$ , in normal volunteers .	The kinetics of perindoprilat were dose dependent with the apparent volume of distribution ( V/ F varying 920 @DRUG$ at dose of 3.1 mg of perindoprilat to 470 L at a dose of 12.3 @DRUG$ , normal volunteers .	The kinetics of perindoprilat were dose dependent with the apparent volume of distribution ( V/ F ) varying from 920 @DRUG$ at a dose of 3.1 mg of perindoprilat to 470 L at a dose of 12.3 @DRUG$ , in normal volunteers	0
0	At 2 mg/kg/day, @DRUG$ significantly increased eNOS mRNA and protein compared with untreated hearts, and conversely decreased iNOS mRNA and protein, @DRUG$ well as nitrite production after ischemia-reperfusion.	At two mg / kilogram / day , @DRUG$ significantly increased eNOS mRNA and protein compared with untreated hearts , and conversely decreased iNOS mRNA and protein , @DRUG$ substantially as nitrite production after ischemia-reperfusion .	At 2 mg / kg / day nitrite @DRUG$ significantly increased eNOS mRNA and protein compared with untreated hearts , and conversely decreased iNOS mRNA well protein , @DRUG$ and as , production after ischemia-reperfusion .	At 2 / kg / , @DRUG$ significantly increased eNOS mRNA protein compared with untreated , and conversely decreased iNOS mRNA and protein , @DRUG$ well nitrite production after ischemia-reperfusion .	At 2 mg / kg / day, @DRUG$ significantly increased eNOS mRNA and protein compared with untreated hearts, and conversely decreased iNOS mRNA and protein, @DRUG$ well as nitrite production after ischemia-reperfusion.	0
0	Affinity at the mu opioid receptor correlated with antinociceptive potency (@DRUG$ = 0.87, @DRUG$ < .05).	Affinity at the mu opioid receptor correlated with antinociceptive potency ( @DRUG$ = 0.87 , @DRUG$ < .05 ) .	Affinity at the ( opioid receptor correlated 0.87 antinociceptive potency mu @DRUG$ = with , @DRUG$ < .05 ) .	Affinity at the mu opioid receptor correlated antinociceptive potency @DRUG$ = 0.87 , @DRUG$ < .	The higher the affinity of a drug at the mu opioid receptor, the more potent it is in reducing pain.	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, @DRUG$, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; @DRUG$ tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This take center on the following option of do drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , faecal matter - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , nought ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( trip ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , @DRUG$ , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( man ) ; hMaxi -K , man papillomavirus vaccine ; Imatinib mesylate , indiplon , i ( i131 ) tositumomab , irofulven , ISS - 1018 ; @DRUG$ tartrate , l dopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - 2 b complex vitamin , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort elicit , sunitinib malate ; cialis , tanaproget , taxus , tiotropium banality , treprostinil atomic number  ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following dutasteride of drugs : AAV - - , hydrobromide Nemifitide , , doxorubicin hydrochloride ; beta-Methyl-6-chloromelatonin , b ; 214662 , dipropionate , bosentan ; Pegfilgrastim / betamethasone tositumomab , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin acetate darbepoetin alfa , darifenacin aprepitant , desloratadine , Dexamet , drospirenone , drospirenone / , gestodene drotrecogin alfa ( activated ) , duloxetine ghrelin nesiritide selection ; Ecogramostim , @DRUG$ , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , , , hydrochloride ( human ) ( hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine NGFbeta i131 ) bortezomib , irofulven , ISS hydrochloride 1018 ; @DRUG$ tartrate , levodopa / carbidopa / entacapone ethinylestradiol liposomal atomoxetine ; , ditriflutate , , ; Omalizumab ; Calcipotriol , peginterferon alfa - 2a , peginterferon alfa - 2 BMS aripiprazole phVEGF - A165 , pimecrolimus , pramlintide , ; Rasburicase , rimonabant hydrochloride Wort Satraplatin , St. John's ; extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil - hydrate ; Ximelagatran ; Zileuton .	This issue on the following selection of drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / dipropionate , , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , , , drospirenone / ethinylestradiol , drotrecogin alfa activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , @DRUG$ ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , papillomavirus vaccine Imatinib , indiplon iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; @DRUG$ tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - , peginterferon alfa - 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort , sunitinib ; Tadalafil , tanaproget , Taxus , tiotropium bromide treprostinil sodium ; Valdecoxib vardenafil hydrochloride Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	A HPLC method with diode-array detection, at 265 nm, was developed and validated for the determination of ten sulfonamides (SAs): sulfadiazine (SDZ), sulfathiazine (STZ), sulfamethoxine (SMTH), sulfamethizole (SMZ), sulfamethoxypyridazine (SMPZ), sulfamonomethoxine (SMMX), sulfamethoxazole (SMXZ), sulfisoxazole (SIX), sulfadimethoxine (SDMX), and @DRUG$ (SQX) in @DRUG$.	A HPLC method acting with diode-array signal detection , at 265 nanometer , was recrudesce and validated for the determination of x sulfonamides ( sturmabteilung ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX ) , sulfamethoxazole ( SMXZ ) , sulfisoxazole ( hexad ) , sulfadimethoxine ( SDMX ) , and @DRUG$ ( SQX ) in @DRUG$ .	A HPLC method ( diode-array detection the at 265 nm , sulfadiazine developed and validated for , ( of SIX sulfonamides determination SAs ) : was ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine SMMX SMTH ) , sulfamethizole ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( ) ) , sulfamethoxazole with SMXZ ) , sulfisoxazole ( ten ) , sulfadimethoxine ( SDMX ) , and @DRUG$ ( SQX ( in @DRUG$ .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs : ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX ) , sulfamethoxazole ( SMXZ ) , sulfisoxazole ( SIX ) , sulfadimethoxine ( SDMX ) , and @DRUG$ ( SQX ) @DRUG$ .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH )	1
1	A new liquid chromatography-tandem mass spectrometry (LC-MS/MS) method, performed by electrospray ionization in positive mode using a triple quadrupole mass spectrometry, has been developed and validated for the simultaneous determination of bortezomib (BORT), dasatinib (DASA), imatinib (IMAT), nilotinib (NILO), @DRUG$ (ERLO), @DRUG$ (LAPA), sorafenib (SORA), sunitinib (SUNI) and vandetanib (VAND) in human plasma.	axerophthol new liquid chromatography - tandem mass spectrometry ( LC - meter / meter ) method acting , do by electrospray ionization in positivistic modal value employ a triple quadrupole mass spectrometry , has been developed and validated for the simultaneous conclusion of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) , nilotinib ( NILO ) , @DRUG$ ( ERLO ) , @DRUG$ ( LAPA ) , sorafenib ( SORA ) , sunitinib ( SUNI ) and vandetanib ( VAND ) in human plasma .	A ) spectrometry chromatography - tandem mass spectrometry simultaneous LC - MS / MS ) method , performed by electrospray ionization quadrupole positive ) new a triple in mass liquid , , been developed and validated for the ( determination of bortezomib ( BORT ) , dasatinib ( DASA using , imatinib ( IMAT mode has nilotinib ( ) ) , @DRUG$ ( ERLO ) , @DRUG$ ( LAPA NILO , sorafenib ( SORA ) , sunitinib ( SUNI ) and vandetanib ( VAND ) in human plasma .	A new liquid chromatography - tandem mass ( LC - MS / MS ) method , performed electrospray ionization in positive mode using a triple quadrupole mass spectrometry , has been developed and validated for the simultaneous determination of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) nilotinib ( ) , @DRUG$ ERLO ) @DRUG$ ( LAPA ) , ( SORA ) , sunitinib ( SUNI ) and vandetanib ( VAND ) in human plasma .	A new liquid chromatography - tandem mass spectrometry ( LC - MS / MS ) method has been developed and validated for the simultaneous determination of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) , nilotinib	1
0	Total cholesterol and low-density lipoprotein-@DRUG$ increased in methylprednisone-treated patients by 9.9% (P<0.05) and 12.5% (@DRUG$<0.025).	Total cholesterol and low density lipoprotein-@DRUG$ increased in methylprednisone-treated affected role by 9.9 % ( P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) .	Total cholesterol by low-density lipoprotein-@DRUG$ increased in methylprednisone-treated patients and 9.9 % ( P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) .	cholesterol and low-density lipoprotein-@DRUG$ increased in methylprednisone-treated patients by 9.9 % P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) .	Total cholesterol and low-density lipoprotein-@DRUG$ increased in methylprednisone-treated patients by 9.9 % ( P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) ."In other words, when DRUGA is	0
0	Blood pressure (BP) and glucose, creatinine (Cr), blood @DRUG$ nitrogen (BUN), superoxide dismutase (SOD), malondialdehyde (@DRUG$) microalbumin and urinary protein concentrations were measured.	Blood pressure ( BP ) and glucose , creatinine ( Cr ) , blood @DRUG$ nitrogen ( roll ) , superoxide dismutase ( SOD ) , malondialdehyde ( @DRUG$ ) microalbumin and urinary protein assiduity were mensural .	Blood pressure ( BUN ) and glucose , ( ( Cr ) , blood @DRUG$ nitrogen ( BP ) , were dismutase creatinine SOD ) , malondialdehyde ( @DRUG$ ) microalbumin and urinary protein concentrations superoxide measured .	Blood pressure ( BP ) and glucose , creatinine ( Cr ) , blood @DRUG$ nitrogen ( BUN ) , superoxide dismutase ( SOD ) , malondialdehyde ( @DRUG$ ) microalbumin and urinary protein concentrations were measured .	The blood pressure and glucose levels, as well as the levels of creatinine, blood nitrogen, superoxide dismutase, malondialdehyde, microalbumin, and urinary protein were measured.	1
0	Examination of faecal samples taken from 7-month-old breeding gilts with diarrhoea revealed the presence of resistance against tiamulin, @DRUG$, tylosin, doxycycline, and @DRUG$ (the active substance in Aivlosin) in four of five samples.	Examination of faecal samples call for from 7 - month- sometime breeding gilts with diarrhoea revealed the presence of resistance against tiamulin , @DRUG$ , tylosin , vibramycin , and @DRUG$ ( the active meat in Aivlosin ) in four of five samples .	faecal of breeding samples taken from 7 - month- old Examination gilts with diarrhoea revealed five presence of resistance against tiamulin , @DRUG$ , tylosin , doxycycline , and @DRUG$ of the active substance in Aivlosin ) in four ( the samples .	Examination of faecal samples taken from 7 - month- old breeding gilts with diarrhoea revealed presence of resistance against tiamulin @DRUG$ , tylosin , , and @DRUG$ ( the active substance in Aivlosin ) in four of five samples .	The presence of resistance against tiamulin, @DRUG$, tylosin, doxycycline, and @DRUG$ was found in four of five faecal samples taken from 7 - month- old breeding gilts with diarrhoea.	0
0	In summary, the distinct clinical outcomes of zaleplon, zolpidem, @DRUG$ and eszopiclone may be explained by each drug's unique @DRUG$(A) receptor subunit selectivity and pharmacokinetic profile.	In summary , the distinct clinical outcomes of zaleplon , zolpidem , @DRUG$ and eszopiclone may be explained by each drug 's unique @DRUG$ ( A ) sensory receptor fractional monetary unit selectivity and pharmacokinetic visibility .	subunit summary , the distinct clinical outcomes of zaleplon , zolpidem and @DRUG$ and eszopiclone may be explained by unique drug 's each @DRUG$ ( A ) receptor In selectivity , pharmacokinetic profile .	In summary , the distinct clinical outcomes of zaleplon , zolpidem , @DRUG$ and eszopiclone may be explained by drug 's unique @DRUG$ ( ) receptor subunit selectivity and pharmacokinetic profile .	Zaleplon, zolpidem, and eszopiclone all bind to the same @DRUG$ receptor subunit, but they have different pharmacokinetic profiles (how they are absorbed, distributed, and eliminated from the body), which results in different clinical outcomes.	1
0	There was a dose-dependent increase in @DRUG$ plasma levels with a tmax between 2-4 hours post-drug and cmax: 6.9, 14.8 and 19.6 @DRUG$/ml for the 3 doses, respectively and a slow decline thereafter.	at that place was a dose-dependent increase in @DRUG$ plasma levels with a tmax between 2 - quaternion hours post-drug and cmax : 6.9 , 14.8 and 19.6 @DRUG$ / ml for the tercet doses , respectively and a slow fall thereafter .	hours was a dose-dependent increase in @DRUG$ plasma levels with a tmax between 2 and 4 There post-drug and cmax : 6.9 and 14.8 - 19.6 @DRUG$ / ml for the 3 respectively , doses , a slow decline thereafter .	There was a dose-dependent increase in @DRUG$ plasma levels with a tmax between 4 post-drug and cmax 6.9 , 14.8 and 19.6 @DRUG$ / ml for the 3 doses , and a slow decline thereafter .	The higher the dose of @DRUG$, the higher the levels of @DRUG$ in the blood.	0
0	Therefore, insulin detemir and NN344 seem to be as well suited @DRUG$ @DRUG$ for once-daily administration in type 2 diabetes.	Therefore , insulin detemir and NN344 seem to be as substantially suited @DRUG$ @DRUG$ for once-daily administration in typewrite 2 diabetes .	Therefore , insulin NN344 and detemir seem for be as well suited @DRUG$ @DRUG$ to once-daily administration in type 2 diabetes .	Therefore insulin detemir and NN344 seem as suited @DRUG$ @DRUG$ for once-daily administration in 2 diabetes .	Insulin detemir and NN344 seem to be just as good as each other for once-daily administration in type 2 diabetes.	1
0	Parenteral @DRUG$ is used @DRUG$ a secondary agent that shows 95% effectiveness but its toxicity and high cost of even the well tolerated liposomal complex precludes its wide use in the developing countries, where the disease is present in epidemic proportions.	Parenteral @DRUG$ is used @DRUG$ a secondary agent that picture 95 % effectiveness but its toxicity and high be of even the well abide liposomal complex precludes its wide habituate in the developing countries , where the disease is present in epidemic proportions .	Parenteral @DRUG$ is used @DRUG$ in secondary agent present shows 95 % effectiveness but its toxicity and high cost of even the well tolerated epidemic complex precludes its wide use in the developing countries , liposomal the disease is that a where proportions .	Parenteral @DRUG$ is used @DRUG$ a secondary agent that shows 95 effectiveness its toxicity and high cost of even the well tolerated complex its wide use in the developing countries , where the disease in epidemic proportions	Parenteral @DRUG$ is used as a secondary agent to treat @DRUG$, which is 95% effective but has high toxicity and is expensive.	0
0	Fifteen healthy volunteers (8 males, 7 females) were administered 0, 350, and 700 @DRUG$ of carisoprodol in separate sessions and for 6h afterwards they completed a battery of tests at fixed time intervals so @DRUG$ to assess the subjective and psychomotor effects of the drug.	Fifteen healthy volunteers ( octet males , seven females ) were administered 0 , 350 , and 700 @DRUG$ of carisoprodol in separate sessions and for 6h afterward they completed a battery of tests at fixed time intervals so @DRUG$ to measure the immanent and psychomotor effects of the drug .	Fifteen healthy volunteers ( time males , 7 females ) were administered 0 , fixed , and 700 @DRUG$ of carisoprodol in separate sessions and for 6h afterwards they completed a battery of tests drug the 8 intervals so @DRUG$ to assess the subjective and psychomotor 350 of effects at .	Fifteen healthy volunteers ( 8 males , 7 females ) were administered 0 , 350 , and 700 @DRUG$ of carisoprodol in separate sessions and for 6h afterwards they completed a of tests at fixed time intervals so @DRUG$ to assess the subjective and psychomotor effects the drug .	Fifteen healthy volunteers ( 8 males , 7 females ) were administered 0 , 350 , and 700 @DRUG$ of carisoprodol in separate sessions and for 6h afterwards they completed a battery of tests at fixed time intervals so @DRUG$ to assess the subjective and psychomotor effects of	0
0	Comparative evaluation of positron emission tomography radiotracers for imaging the norepinephrine transporter: (S,S) and (@DRUG$,R) enantiomers of reboxetine analogs ([11C]methylreboxetine, 3-Cl-[11C]methylreboxetine and [18F]fluororeboxetine), (R)-[11C]nisoxetine, [11C]oxaprotiline and [11C]@DRUG$.	comparative evaluation of antielectron discharge tomography radiotracers for imaging the norepinephrine conveyer belt : ( S,S ) and ( @DRUG$ , R ) enantiomers of edronax analogs ( [ 11C ] methylreboxetine , 3 - one hundred fifty - [ 11C ] methylreboxetine and [ 18F ] fluororeboxetine ) , ( R ) -[ 11C ] nisoxetine , [ 11C ] oxaprotiline and [ 11C ] @DRUG$ .	Comparative evaluation of ] ) tomography radiotracers for imaging the [ transporter : ( S,S ) Cl ( @DRUG$ , R ) enantiomers ( reboxetine analogs ( [ 11C emission methylreboxetine , 3 - and - norepinephrine 11C ] methylreboxetine and [ 18F ] fluororeboxetine ] , of R ) -[ 11C ] nisoxetine , [ 11C positron oxaprotiline and [ 11C ] @DRUG$ .	Comparative evaluation positron emission tomography radiotracers for norepinephrine transporter : S,S ) and ( @DRUG$ , R ) enantiomers of reboxetine ( [ 11C ] methylreboxetine , 3 Cl - [ 11C ] methylreboxetine [ 18F fluororeboxetine , ( R ) -[ 11C ] nisoxetine , [ 11C ] oxaprotiline and 11C ] @DRUG$	The ( S,S ) and ( @DRUG$ , R ) enantiomers of reboxetine analogs are comparably evaluated for their potential as radiotracers for imaging the norepinephrine transporter , while ( R ) -[ 11C ] nisoxetine and	1
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, enalapril 10 or 20 @DRUG$/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, nitrendipine 20 mg/@DRUG$, perindopril 4 mg/d, and verapamil ER 120 to 240 mg/d.	In comparative trials in the management of hypertension , trandolapril 1 to 4 mg /d was statistically indistinguishable from or higher ranking to captopril century mg /d , enalapril ten or 20 @DRUG$ / vitamin d , esidrix ( HCTZ ) 25 mg /d , procardia ER 30 or 40 mg /d , nitrendipine 20 mg / @DRUG$ , perindopril 4 mg /d , and verapamil ER one hundred twenty to 240 mg/d .	In comparative trials in the management of hypertension , trandolapril hydrochlorothiazide to 4 mg /d was statistically captopril , or superior to indistinguishable 100 mg /d , 30 10 / 20 @DRUG$ or d from mg ( HCTZ nifedipine 25 mg /d , ) ER enalapril or 40 mg /d , nitrendipine 20 mg / @DRUG$ , perindopril 4 1 /d , and verapamil ER 120 to 240 mg/d .	comparative trials in the management of hypertension , 1 to 4 mg /d statistically indistinguishable from superior to captopril 100 mg /d , enalapril 10 or 20 @DRUG$ / d , hydrochlorothiazide ( HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg @DRUG$ , perindopril mg /d , and verapamil ER 120 to 240 mg/d	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
0	@DRUG$ the only new antileukemic chemotherapeutic agent to enter clinical use in the last 10 years, @DRUG$ was approved as an orphan drug with the primary indication of use in pediatric patients.	@DRUG$ the only new antileukemic chemotherapeutic agentive role to enter clinical use in the last 10 years , @DRUG$ was approved as an orphan dose with the primary indication of use in pediatric patient .	@DRUG$ the only enter antileukemic chemotherapeutic agent to new clinical use in the last 10 drug , @DRUG$ was approved as an orphan use with the primary indication of years in pediatric patients .	@DRUG$ the only new antileukemic chemotherapeutic agent to enter use in the 10 , @DRUG$ was approved as an orphan drug with the primary indication use in pediatric patients .	@DRUG$ is a new antileukemic chemotherapeutic agent that has only recently been approved for use in clinical trials, while @DRUG$ is an orphan drug that has been approved specifically for pediatric patients.	0
0	Large quantities of arsenic are introduced into the environment through land application of @DRUG$ litter containing the organoarsenical feed additive roxarsone (@DRUG$).	Large amount of arsenic are introduced into the surroundings through land application of @DRUG$ litter containing the organoarsenical feed additive roxarsone ( @DRUG$ ) .	the quantities of arsenic additive introduced into the environment through land application of @DRUG$ litter containing Large organoarsenical feed are roxarsone ( @DRUG$ ) .	Large quantities of are introduced into the environment through land of @DRUG$ litter containing the organoarsenical feed additive roxarsone ( @DRUG$ ) .	Large quantities of arsenic are introduced into the environment through the use of roxarsone, an organoarsenical feed additive that is made from @DRUG$ .	1
0	Relative Bioavailability, Intranasal Abuse Potential, and Safety of Benzhydrocodone/Acetaminophen Compared with @DRUG$ Bitartrate/@DRUG$ in Recreational Drug Abusers.	Relative Bioavailability , Intranasal Abuse Potential , and safe of Benzhydrocodone / Acetaminophen equate with @DRUG$ Bitartrate / @DRUG$ in Recreational Drug Abusers .	Relative Bioavailability , Intranasal Abuse Potential Drug and Safety of , / Acetaminophen Compared with @DRUG$ Bitartrate / @DRUG$ in Recreational Benzhydrocodone Abusers .	, Intranasal Abuse Potential , Safety Benzhydrocodone / Acetaminophen Compared with @DRUG$ Bitartrate / @DRUG$ in Recreational Drug Abusers .	Benzhydrocodone / acetaminophen is more bioavailable and has a higher abuse potential than @DRUG$ bitartrate / @DRUG$, but is also safer.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, @DRUG$; hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, @DRUG$/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This put out stress on the observe selection of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , cipher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( actuate ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem na , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , @DRUG$ ; hMaxi -K , man papillomavirus vaccinum ; Imatinib mesylate , indiplon , i ( i131 ) tositumomab , irofulven , one - 1018 ; Lasofoxifene tartrate , @DRUG$ / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce type b , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort pull up , sunitinib malate ; tadalafil , tanaproget , genus taxus , tiotropium bromide , treprostinil na ; Valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue , nesiritide the following selection of drugs : AAV darbepoetin NGFbeta , aprepitant , cetuximab , clofarabine drotrecogin ; beta-Methyl-6-chloromelatonin ethinylestradiol BMS - , , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , , , aripiprazole , ciclesonide , atomoxetine sunitinib Cypher ; Dalbavancin CEA-TRICOM - alfa , darifenacin oxalate , desloratadine , Dexamet , drospirenone , drospirenone / , , hydrochloride alfa 2 activated ) , duloxetine hydrochloride , Wort ; Ecogramostim , efalizumab , ertapenem sodium focuses escitalopram hydrobromide , eszopiclone ; Fenretinide malate Gefitinib , gestodene , @DRUG$ ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon tiotropium iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , @DRUG$ / carbidopa / entacapone , liposomal doxorubicin 214662 Nemifitide ditriflutate , on ; Omalizumab tanaproget Pegfilgrastim , peginterferon alfa b 2a , peginterferon alfa - ( - , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's dutasteride extract , , ; ; Tadalafil ; ; , Taxus , , bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following of drugs : AAV - , aprepitant , aripiprazole , atomoxetine ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , cetuximab , ciclesonide clofarabine , Cypher ; Dalbavancin , darbepoetin , hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone , drotrecogin alfa ( activated ) , hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem , escitalopram oxalate , ; Fenretinide ; Gefitinib gestodene , @DRUG$ ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , @DRUG$ carbidopa entacapone , doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , alfa - 2a , peginterferon alfa 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant , St. Wort extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium , vardenafil hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, @DRUG$, @DRUG$, oxytetracycline and tetracycline), three antiprotozoal agents (diclazuril, imidocarb and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	A summary follows of the Committee 's valuation of toxicological and rest information on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , seven antimicrobic agents ( gentamicin , ethocaine benzylpenicillin , sarafloxacin , @DRUG$ , @DRUG$ , oxytetracycline and tetracycline ) , three antiprotozoal agents ( diclazuril , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production tending ( recombinant bovid somatotropins ) and one still agent ( azaperone ) .	A summary production of ( Committee 's evaluations of toxicological drugs residue data on a variety and veterinary and moxidectin five ) , ( eprinomectin , febantel , fenbendazole , oxfendazole of : agent agents seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , @DRUG$ , @DRUG$ , oxytetracycline and tetracycline ) , three antiprotozoal agents the diclazuril , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone anthelminthic , one follows aid ( recombinant bovine somatotropins ) and one tranquilizing ) ( azaperone ) .	A summary follows of the Committee 's evaluations of toxicological residue data on a of veterinary drugs : five anthelminthic agents ( , febantel , fenbendazole , and moxidectin ) seven antimicrobial agents gentamicin procaine benzylpenicillin , sarafloxacin , @DRUG$ , @DRUG$ , oxytetracycline and tetracycline ) , three antiprotozoal agents ( diclazuril , imidocarb nicarbazin ) , glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovine somatotropins ) and one tranquilizing agent ( azaperone )	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents, seven antimicrobial agents, three antiprotozoal agents, one glucocorticosteroid, one production aid and one tranquilizing agent. Of these, five an	1
0	The drug proved highly effective in reducing P.A.S. and @DRUG$.A.@DRUG$. values and no negative influence was documented on lipid metabolism, kidney function or heart frequency.	The drug proved extremely effective in reducing P.A.S. and @DRUG$.A.@DRUG$ . values and no negative influence was documented on lipid metabolic process , kidney function or heart frequency .	The drug proved highly effective in . P.A.S. and @DRUG$.A.@DRUG$ reducing values and no negative kidney was documented on lipid metabolism , influence function or heart frequency .	The drug proved highly effective in reducing P.A.S. and @DRUG$.A.@DRUG$ . values and no negative influence was documented on metabolism kidney function or heart frequency .	The drug proved highly effective in reducing P.A.S. and @DRUG$.A.@DRUG$ . values and no negative influence was documented on lipid metabolism , kidney function or heart frequency ."The drug was effective in reducing P.A.S. and DRUGA.	0
0	Myo-inositol is the precursor of inositol triphosphate, a second messenger regulating many hormones such @DRUG$ TSH, @DRUG$ and insulin.	Myo-inositol is the precursor of inositol triphosphate , a back courier regulating many hormones such @DRUG$ TSH , @DRUG$ and insulin .	Myo-inositol is the precursor of inositol , and a second messenger regulating many hormones such @DRUG$ TSH triphosphate @DRUG$ , insulin .	Myo-inositol is the precursor of inositol triphosphate , a second messenger regulating many hormones such @DRUG$ TSH , @DRUG$ .	Myo-inositol is the precursor of inositol triphosphate, a second messenger regulating many hormones such as thyroid-stimulating hormone, @DRUG$ and insulin.	1
0	Coumarin derivatives such @DRUG$ @DRUG$ represent the therapy of choice for the long-term treatment and prevention of thromboembolic events.	Coumarin first derivative such @DRUG$ @DRUG$ represent the therapy of choice for the long-term treatment and bar of thromboembolic events .	Coumarin choice such @DRUG$ @DRUG$ represent the therapy of derivatives for the long-term treatment and prevention of thromboembolic events .	Coumarin derivatives such @DRUG$ @DRUG$ represent the therapy of choice for the long-term treatment and prevention of .	Coumarin derivatives such as @DRUG$ are the therapy of choice for the long-term treatment and prevention of thromboembolic events.	1
0	Although previously reported as a risk factor, @DRUG$ @DRUG$ had not been administered to five of the cases.	Although antecedently reported as a risk agent , @DRUG$ @DRUG$ had not been administered to five of the cases .	Although previously reported as a risk factor , @DRUG$ @DRUG$ cases not been administered to the of five had .	Although previously as a risk factor , @DRUG$ @DRUG$ had not been administered five of the cases .	Although previously reported as a risk factor, @DRUG$ @DRUG$ had not been administered to five of the cases.	0
1	Interaction between flumazenil, a substance regarded mainly as a @DRUG$ antagonist, and an intravenous anesthetic barbiturate, @DRUG$, was investigated by using an electroencephalography threshold test in male rats.	fundamental interaction between flumazenil , a substance regarded mainly as a @DRUG$ antagonist , and an intravenous anesthetic barbiturate , @DRUG$ , was investigated by using an electroencephalography threshold prove in manlike rats .	Interaction between flumazenil , a substance regarded mainly as a @DRUG$ antagonist using electroencephalography an intravenous anesthetic barbiturate , @DRUG$ , was investigated by , an and threshold test in male rats .	Interaction between , a substance mainly as a @DRUG$ antagonist and an intravenous barbiturate , @DRUG$ , was investigated by using an electroencephalography threshold test in male rats .	Flumazenil is a substance that blocks the effects of @DRUG$, while barbiturates are drugs that produce a sedative effect.	1
0	@DRUG$ was associated with significantly lower nasal congestion scores compared with placebo in 4 studies (@DRUG$ <- 0.05); nasal congestion scores were significantly reduced with levocetirizine in 3 placebo-controlled trials (P < or = 0.005).	@DRUG$ was associated with importantly low spirited rhinal over crowding scores compared with placebo in 4 studies ( @DRUG$ <- 0.05 ) ; rhinal over crowding scores were importantly reduced with levocetirizine in 3 placebo-controlled trials ( P < or = 0.005 ) .	@DRUG$ was associated with significantly lower nasal reduced scores compared with placebo in 4 studies < @DRUG$ <- 0.05 ) ; nasal congestion 0.005 were significantly congestion with levocetirizine in 3 placebo-controlled trials ( or ( P = scores ) .	@DRUG$ was associated significantly lower nasal congestion scores compared placebo in 4 studies ( @DRUG$ <- 0.05 ) ; nasal congestion scores were significantly reduced with levocetirizine in 3 placebo-controlled trials ( P or = 0.005 ) .	@DRUG$ was associated with significantly lower nasal congestion scores compared with placebo in 4 studies ( @DRUG$ <- 0.05 ); nasal congestion scores were significantly reduced with levocetirizine in 3 placebo-controlled trials ( P < or = 0.005 ) ."In other words	0
1	Additionally, the myalgia and back pain rates were higher and the flushing rate was lower with @DRUG$ than with @DRUG$.	to boot , the myodynia and back pain rates were higher and the flushing rate was lower with @DRUG$ than with @DRUG$ .	Additionally the , myalgia and back pain rates were with and the flushing rate was lower with @DRUG$ than higher @DRUG$ .	Additionally , the myalgia and back pain rates were and the flushing rate was lower with @DRUG$ with @DRUG$ .	Myalgia (pain in the muscles) and back pain rates were higher with @DRUG$ than with @DRUG$, while the flushing rate was lower.	0
0	An investigation of the therapeutic effectiveness of albendazole (ABZ, methyl 5-[propylthio]benzimidazole-2-carbamate), @DRUG$ (OBZ, methyl 5-[n-propoxy]benzimidazole-2-carbamate), and @DRUG$ (TIOX, methyl 6-[n-propoxy]benzothiazole-2-carbamate) against Hymenolepis diminuta in experimentally infected rats is reported.	associate in nursing investigation of the healing effectuality of albendazole ( ABZ , methyl cinque -[ propylthio ] benzimidazole-2-carbamate ) , @DRUG$ ( OBZ , methyl 5-[n-propoxy] benzimidazole-2-carbamate ) , and @DRUG$ ( TIOX , methyl 6 -[ n-propoxy] benzothiazole-2-carbamate ) against Hymenolepis diminuta in experimentally infected rats is reported .	An -[ of the benzothiazole-2-carbamate effectiveness of albendazole ( ABZ , methyl 5 -[ propylthio ] benzimidazole-2-carbamate ) , @DRUG$ ( is , methyl 5-[n-propoxy] , ) benzimidazole-2-carbamate and @DRUG$ ( TIOX , methyl 6 investigation n-propoxy] therapeutic ) against Hymenolepis diminuta in experimentally infected rats OBZ reported .	An investigation of the therapeutic effectiveness of albendazole ABZ , methyl 5 -[ propylthio ] benzimidazole-2-carbamate ) , @DRUG$ ( OBZ , methyl benzimidazole-2-carbamate ) , and @DRUG$ , methyl 6 -[ n-propoxy] benzothiazole-2-carbamate ) against Hymenolepis diminuta in infected rats is reported .	The therapeutic effectiveness of albendazole ( ABZ ), @DRUG$ ( OBZ ), and @DRUG$ ( TIOX ) against Hymenolepis diminuta in experimentally infected rats is reported.	0
1	The development of limb gangrene (2 patients who received @DRUG$ and 1 who received @DRUG$) likely resulted from a delay in diagnosis and treatment initiation.	The development of arm mortification ( 2 patients who received @DRUG$ and 1 who received @DRUG$ ) likely resulted from a delay in diagnosis and treatment initiation .	diagnosis development of limb ) ( 2 patients who received @DRUG$ and 1 who received @DRUG$ gangrene likely resulted from a delay in The and treatment initiation .	development of limb gangrene ( 2 patients who received @DRUG$ and 1 who received @DRUG$ ) likely resulted from a delay in diagnosis and treatment initiation	The development of limb gangrene ( 2 patients who received @DRUG$ and 1 who received @DRUG$ ) was likely due to a delay in diagnosis and treatment initiation .	0
0	The initial dose of 0.05 mg/kg is doubled after 14 days and then adjusted monthly, the maximum permitted daily dose is 1.0 mg/kg, although doses @DRUG$ high as 10 @DRUG$/kg have been administered to dogs without severe adverse experience in safety studies.	The initial loony toons of 0.05 mg / kilogram is doubled after xiv days and then adjusted monthly , the maximal permitted day to day loony toons is 1.0 mg / kilogram , although doses @DRUG$ high as 10 @DRUG$ / kilogram have been administered to dogs without severe adverse experience in safety studies .	The initial dose of 0.05 mg / in is 1.0 after 14 adjusted and then as monthly , the maximum permitted daily have is doubled mg / kg , although doses @DRUG$ high days 10 @DRUG$ / kg dose been administered to dogs without severe adverse experience kg safety studies .	The initial dose of 0.05 mg / kg is doubled after 14 days and then adjusted monthly , the maximum permitted dose is 1.0 mg / kg , although doses @DRUG$ high as 10 @DRUG$ / kg have administered to dogs without severe experience safety studies .	The initial dose of 0.05 mg / kg is doubled after 14 days and then adjusted monthly . The maximum permitted daily dose is 1.0 mg / kg , although doses @DRUG$ high as 10 @DRUG$ / kg have been administered to dogs without severe adverse experience in safety studies .	0
0	The discovery of odanacatib (MK-0822), a selective inhibitor of cathepsin @DRUG$. @DRUG$ is a potent, selective, and neutral cathepsin K inhibitor which was developed to address the metabolic liabilities of the Cat K inhibitor L-873724.	The discovery of odanacatib ( MK - 0822 ) , a selective inhibitor of cathepsin @DRUG$ . @DRUG$ is a virile , selective , and inert cathepsin K inhibitor which was make grow to address the metabolous liabilities of the Cat K inhibitor L-873724 .	, discovery of odanacatib The MK - 0822 ) , a selective inhibitor of a K . @DRUG$ is cathepsin potent , selective ( and neutral cathepsin @DRUG$ inhibitor which was developed to address the metabolic liabilities of the Cat K inhibitor L-873724 .	The discovery of odanacatib ( MK 0822 ) , a selective inhibitor of @DRUG$ . is a potent , selective , and neutral cathepsin K inhibitor which was to address the metabolic liabilities of the K inhibitor L-873724 .	@DRUG$ is a potent, selective, and neutral cathepsin K inhibitor which was developed to address the metabolic liabilities of the Cat K inhibitor L-873724.	1
0	Two multiple myeloma patients (1.0 @DRUG$/kg AMGN-0007) had albumin-adjusted serum calcium levels of 1.9 mmol/@DRUG$ on Day 8 but without clinical symptoms.	deuce multiple myeloma patients ( 1.0 @DRUG$ / kilogram AMGN -0007 ) had albumin-adjusted blood serum calcium levels of 1.9 mmol / @DRUG$ on Day 8 but without clinical symptoms .	Two multiple myeloma patients ( on @DRUG$ / serum AMGN -0007 ) had albumin-adjusted kg clinical levels of 1.9 mmol / @DRUG$ 1.0 Day 8 but without calcium symptoms .	Two multiple myeloma patients ( 1.0 @DRUG$ / AMGN -0007 ) had albumin-adjusted serum levels of 1.9 mmol / @DRUG$ on Day 8 but clinical symptoms .	If a patient has a serum calcium level of 1.9 mmol/@DRUG$ on Day 8, then they are likely to have a @DRUG$ level of 1.0 kg/AMGN-0007.	0
0	Like levodopa and dopamine, apomorphine acts @DRUG$ a potent, direct and broad spectrum dopamine agonist activating all @DRUG$ receptor subtypes.	Like bendopa and dopamine , apomorphine acts @DRUG$ a potent , calculate and broad spectrum dopamine agonist activating all @DRUG$ receptor subtypes .	Like levodopa and dopamine , apomorphine acts @DRUG$ a potent , and direct broad spectrum dopamine agonist activating all @DRUG$ receptor subtypes .	Like levodopa and dopamine , acts @DRUG$ a potent direct and broad dopamine agonist activating all @DRUG$ receptor subtypes .	@DRUG$ is a drug that activates all @DRUG$ receptor subtypes, while DRUGB is a receptor that is activated by DRUGA.	0
1	A randomized double-blind comparison trial for the treatment of invasive aspergillosis found @DRUG$ noninferior to @DRUG$.	A randomized double - blind comparison trial for the handling of invasive aspergillosis found @DRUG$ noninferior to @DRUG$ .	A randomized double blind - comparison trial for the treatment of invasive aspergillosis found @DRUG$ noninferior to @DRUG$ .	A randomized double blind trial of aspergillosis found @DRUG$ noninferior to @DRUG$ .	A randomized double - blind comparison trial for the treatment of invasive aspergillosis found that @DRUG$ was just as effective as @DRUG$ .	0
0	@DRUG$ (@DRUG$) 5'-phosphate oxidase (PPOX) catalyzes the oxidative conversion of pyridoxamine 5'-phosphate (PMP) or pyridoxine 5'-phosphate (PNP) to pyridoxal 5'-phosphate (PLP).	@DRUG$ ( @DRUG$ ) quint '- phosphate oxidase ( PPOX ) catalyze the oxidative conversion of pyridoxal quint ' - phosphate ( PMP ) or pyridoxine quint ' - phosphate ( PNP ) to adermin quint ' - phosphate ( PLP ) .	@DRUG$ ( @DRUG$ ) 5 '- to oxidase PMP PPOX ) catalyzes the oxidative conversion of pyridoxamine 5 ' - phosphate ( ( ) or pyridoxine 5 pyridoxal - phosphate ( ' ) phosphate ' 5 PNP - phosphate ( PLP ) .	@DRUG$ ( @DRUG$ ) 5 phosphate oxidase PPOX catalyzes the oxidative conversion of pyridoxamine 5 ' - phosphate ( PMP ) or pyridoxine 5 - ( PNP ) to pyridoxal ' - phosphate ( PLP ) .	@DRUG$ ( @DRUG$ ) is an enzyme that catalyzes the conversion of pyridoxamine 5 ' - phosphate ( PMP ) or pyridoxine 5 ' - phosphate ( PNP ) to pyridoxal 5 ' - phosphate ( PLP ) .	0
0	EXPERT OPINION: UPA, a selective progesterone receptor modulator, is administered @DRUG$ a single 30 @DRUG$ dose for EC.	EXPERT OPINION : UPA , a selective progesterone receptor modulator , is administered @DRUG$ a single xxx @DRUG$ dose for eu .	EXPERT OPINION : UPA , a , progesterone 30 modulator selective is administered @DRUG$ a single receptor @DRUG$ dose for EC .	EXPERT OPINION : UPA , a selective progesterone receptor modulator , is administered @DRUG$ a single @DRUG$ dose for EC	EXPERT OPINION : UPA , a selective progesterone receptor modulator , is administered @DRUG$ a single 30 @DRUG$ dose for EC ."UPA is administered as a single dose of 30 mg DRUGB for emergency contraception.	0
0	Anesthesia in the white rhinoceros (Ceratotherium simum) has routinely involved potent narcotic anesthetic agents such @DRUG$ @DRUG$ or carfentanil with their associated adverse side effects.	Anesthesia in the white rhinoceros ( Ceratotherium simum ) has routinely involved potent narcotic anesthetic federal agent such @DRUG$ @DRUG$ or carfentanil with their associated contrary side effects .	their in effects white rhinoceros ( Ceratotherium simum ) has routinely involved potent narcotic anesthetic agents such @DRUG$ @DRUG$ or carfentanil with Anesthesia associated adverse side the .	Anesthesia in the white rhinoceros ( Ceratotherium simum ) has involved potent narcotic anesthetic agents such @DRUG$ @DRUG$ or carfentanil their associated side effects .	Narcotic anesthetic agents such as @DRUG$ and @DRUG$ have been routinely used to anesthetize white rhinoceroses, and they have been associated with adverse side effects.	0
0	Tazobactam appears to form approximately twice @DRUG$ much enamine intermediate as sulbactam and @DRUG$, which correlates with its superior performance in the clinic, a finding that may bear on future drug design.	Tazobactam appears to form approximately twice @DRUG$ much enamine intermediate as sulbactam and @DRUG$ , which correlates with its superordinate performance in the clinic , a see that may bear on future drug conception .	Tazobactam design to form approximately twice @DRUG$ much enamine intermediate as sulbactam and @DRUG$ , which correlates with the superior performance in its clinic drug a finding that may bear on future , appears .	appears to form approximately twice @DRUG$ much intermediate as sulbactam and @DRUG$ , which correlates with its superior performance in the clinic , finding that may bear on future drug design .	Tazobactam appears to form approximately twice as much enamine intermediate as sulbactam and @DRUG$, which correlates with its superior performance in the clinic, a finding that may bear on future drug design.	1
0	Subgroup analysis in IBD patients showed a similar effect versus i.v. iron (OR = 3.14, 95% CI 1.34-7.36, @DRUG$ = 0.008, @DRUG$ = 0%).	Subgroup analysis in IBD affected role showed a similar effect versus i.v. fe ( operating theater = 3.14 , 95 % CI 1.34- 7.36 , @DRUG$ = 0.008 , @DRUG$ = 0 % ) .	Subgroup analysis in IBD patients a showed similar effect versus i.v. iron ( OR = , 3.14 95 7.36 CI 1.34- % , @DRUG$ = 0.008 , @DRUG$ = 0 % ) .	Subgroup analysis IBD showed a similar effect versus i.v. iron ( OR = 3.14 , 95 % CI 7.36 , @DRUG$ = 0.008 , @DRUG$ = ) .	There was no significant difference between the use of @DRUG$ and @DRUG$ in terms of improving IBD patients' symptoms.	0
0	The mode of (functional) AT1 receptor antagonism has been characterized @DRUG$ surmountable/noncompetitive (losartan, tasosartan, eprosartan) or insurmountable/noncompetitive (candesartan, @DRUG$, zolasartan, irbesartan, valsartan, telmisartan, E3174).	The musical mode of ( working ) AT1 sense organ enmity has been characterized @DRUG$ surmountable / noncompetitive ( losartan , tasosartan , eprosartan ) or insurmountable / noncompetitive ( candesartan , @DRUG$ , zolasartan , irbesartan , valsartan , telmisartan , E3174 ) .	The mode of ( tasosartan ) AT1 receptor antagonism has been characterized @DRUG$ surmountable / noncompetitive ( losartan , eprosartan , functional ) or insurmountable / , ( candesartan , @DRUG$ , zolasartan , irbesartan , valsartan , telmisartan noncompetitive E3174 ) .	The mode of functional ) AT1 receptor antagonism has been characterized @DRUG$ surmountable / noncompetitive ( losartan , tasosartan , eprosartan ) or insurmountable / noncompetitive ( candesartan , @DRUG$ , zolasartan , irbesartan , valsartan , telmisartan , E3174 .	@DRUG$ is surmountable / noncompetitive ( losartan , tasosartan , eprosartan ) or insurmountable / noncompetitive ( candesartan , @DRUG$ , zolasartan , irbesartan , valsartan , tel	0
0	The later, including @DRUG$ (DSG) and its derivative etonogestrel, gestodene (GES) and norgestimate (@DRUG$), have been referred to as third-generation progestins.	The later , including @DRUG$ ( DSG ) and its differential etonogestrel , gestodene ( GES ) and norgestimate ( @DRUG$ ) , have been mention to as third gear - generation progestins .	The - , including @DRUG$ ( DSG its and been derivative etonogestrel , gestodene ( GES ) and norgestimate ( @DRUG$ ) , have ) referred to as third later generation progestins .	The later , @DRUG$ ( DSG ) and derivative etonogestrel , gestodene ( GES ) and norgestimate ( @DRUG$ ) , have referred to as third - generation progestins .	@DRUG$ is a third-generation progestin, while @DRUG$ is a derivative of DRUGA.	0
0	This paper is a study of factors influencing the rate of lipid peroxidation in @DRUG$ heart submitochondrial particles induced by NAD(P)H via the @DRUG$-ubiquinone oxidoreductase (Complex I) of the respiratory chain.	This paper is a study of ingredient influencing the pace of lipid peroxidation in @DRUG$ heart submitochondrial particles induced by NAD ( P ) H via the @DRUG$ - ubiquinone oxidoreductase ( coordination compound I ) of the respiratory chemical chain .	of paper is a study of factors influencing lipid rate This the peroxidation in @DRUG$ heart submitochondrial particles induced by NAD ( P ) H via the @DRUG$ chain ubiquinone oxidoreductase ( Complex I ) the of respiratory - .	This paper is a study of factors influencing the rate of lipid peroxidation in @DRUG$ heart submitochondrial particles induced by ( P ) H via the @DRUG$ - ubiquinone oxidoreductase ( Complex I ) of the respiratory chain	The study found that the rate of lipid peroxidation in @DRUG$ heart submitochondrial particles was influenced by NAD ( P ) H via the @DRUG$ - ubiquinone oxidoreductase ( Complex I ) of the respiratory chain .	0
0	@DRUG$ but not cis-resveratrol was detected in both blueberry and @DRUG$ samples.	@DRUG$ but not cis-resveratrol was detected in both blueberry and @DRUG$ samples .	@DRUG$ but not and was detected in both blueberry cis-resveratrol @DRUG$ samples .	@DRUG$ but not cis-resveratrol was detected both blueberry and @DRUG$ samples .	@DRUG$ was detected in both blueberry and @DRUG$ samples, but cis-resveratrol was not.	0
0	However, @DRUG$ seemed more successful than placebo and may be less successful than @DRUG$ (80 mg daily) in achieving a target serum urate level (6 mg/dL or less; 0.36 mmol/L or less) based on moderate- to low-quality evidence.	notwithstanding , @DRUG$ seemed more successful than placebo and crataegus laevigata be le successful than @DRUG$ ( 80 atomic number  daily ) in achieving a target serum urate level ( 6 atomic number  / dL or le ; 0.36 mmol / cubic decimeter or le ) based on moderate - to low-quality evidence .	/ , @DRUG$ seemed more successful than urate and may be less successful ) @DRUG$ achieving 80 mg daily ) in ( a target serum placebo level ( 6 mg However dL or less ; 0.36 than / L or less mmol based on moderate - to low-quality evidence .	However , @DRUG$ seemed more successful than placebo and be successful than @DRUG$ ( 80 mg daily in a target serum urate ( 6 mg / dL or less ; 0.36 / or less ) based on moderate - to low-quality evidence .	@DRUG$ is more successful than placebo, but less successful than @DRUG$ in achieving a target serum urate level.	0
0	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of mineral compounds, with the following order: Al citrate > Al tartrate, Al gluconate, Al lactate > @DRUG$ glutamate, Al chloride, Al @DRUG$, Al nitrate.	The absorption of aluminum after uptake of constitutive compounds is more important than after uptake of mineral compounds , with the pursual order : al citrate > al tartrate , al gluconate , al lactate > @DRUG$ glutamate , al chloride , al @DRUG$ , al nitrate .	The absorption of aluminum after ingestion of organic compounds is , important than after ingestion of gluconate compounds , with the following order : Al citrate tartrate Al > , Al mineral , Al lactate > @DRUG$ nitrate , Al chloride , Al @DRUG$ more Al glutamate .	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of compounds , with following : Al citrate > tartrate , Al gluconate , Al lactate > @DRUG$ glutamate , Al chloride , Al @DRUG$ , Al .	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of mineral compounds. The order of absorption is: Al citrate > Al tartrate > Al gluconate > Al lactate > @DRUG$ glutamate > Al chloride > Al nitrate.	1
0	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, @DRUG$, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (eptinezumab, teprotumumab, @DRUG$, isatuximab, [fam-]trastuzumab deruxtecan, inebilizumab, leronlimab, sacituzumab govitecan, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	atomic number  this time , a total of little phoebe fresh antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , @DRUG$ , and crizanlizumab ) had been granted a first base approval in either the US or european union , and commercialise applications for 13 fresh antibody therapeutics ( eptinezumab , teprotumumab , @DRUG$ , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , leronlimab , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergo review in these regions , which exemplify the major securities industry for antibody therapeutics .	, this time , a total of 5 novel antibody therapeutics ( romosozumab , risankizumab these polatuzumab vedotin , @DRUG$ , deruxtecan crizanlizumab ) 13 been granted a first approval in either the US or EU , and marketing applications narsoplimab had novel antibody therapeutics ( eptinezumab , for , @DRUG$ , isatuximab , [ fam - ] trastuzumab and , inebilizumab At leronlimab , sacituzumab govitecan , satralizumab , for , tafasitamab , REGNEB3 naxituximab and ) were undergoing review in , teprotumumab , which represent the major markets regions antibody therapeutics .	At this , a total of 5 novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , @DRUG$ and crizanlizumab ) had been granted a first approval in either the US or EU , and marketing applications 13 novel antibody therapeutics ( eptinezumab , teprotumumab @DRUG$ , isatuximab , [ fam ] trastuzumab deruxtecan , inebilizumab leronlimab , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab REGNEB3 and naxituximab ) were undergoing in regions , which represent major markets for therapeutics	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, @DRUG$, and crizanlizumab) had been granted a first approval in either the US or EU,	1
0	With greater cellular accumulation and metabolism, more reliable bioavailability than methotrexate, and tolerable toxicity at this dose and schedule, @DRUG$ deserves further study as a potent alternative to @DRUG$.	With greater cellular accumulation and metabolism , more reliable bioavailability than methotrexate , and fair to middling toxicity at this dose and docket , @DRUG$ deserves further study as a strong alternative to @DRUG$ .	With greater cellular accumulation and metabolism , more reliable bioavailability than methotrexate , study as tolerable at this dose and schedule , @DRUG$ deserves further and toxicity a potent alternative to @DRUG$ .	With greater cellular accumulation and metabolism , more reliable bioavailability than methotrexate , and tolerable toxicity at this dose and schedule , @DRUG$ deserves further study as a potent alternative to @DRUG$ .	@DRUG$ is more reliable than methotrexate, and it has tolerable toxicity at this dose and schedule. Therefore, it deserves further study as a potent alternative to @DRUG$.	0
0	The pharmacodynamic (postantibiotic effect) and pharmacokinetic characteristics of @DRUG$-@DRUG$ allow dosing at eight- to 12-hour intervals.	The pharmacodynamic ( postantibiotic effect ) and pharmacokinetic characteristics of @DRUG$ - @DRUG$ allow dosing at eight- to dozen - hour musical interval .	The pharmacodynamic ( postantibiotic 12 ) and pharmacokinetic characteristics of @DRUG$ - @DRUG$ allow dosing at eight- to effect - hour intervals .	The pharmacodynamic ( postantibiotic effect and pharmacokinetic characteristics of @DRUG$ - @DRUG$ allow dosing at eight- to 12 - hour intervals	The pharmacodynamic ( postantibiotic effect ) and pharmacokinetic characteristics of @DRUG$ - @DRUG$ allow dosing at eight- to 12 - hour intervals ."This means that the pharmacodynamic ( postantibiotic effect ) and pharmacokinetic characteristics of DRUGA -	0
1	CONCLUSIONS: Once-daily oral treatment with @DRUG$ lowers blood pressure effectively, with a safety and tolerability profile comparable to that of @DRUG$ and placebo, in patients with mild-to-moderate hypertension.	CONCLUSIONS : Once-daily viva voce treatment with @DRUG$ lowers roue force effectively , with a safety and tolerability profile comparable to that of @DRUG$ and placebo , in patients with mild - to-moderate hypertension .	and : Once-daily oral treatment effectively @DRUG$ lowers and pressure with , with a safety CONCLUSIONS tolerability profile comparable to that of @DRUG$ blood placebo , in patients with mild - to-moderate hypertension .	CONCLUSIONS : Once-daily oral treatment with @DRUG$ lowers blood pressure effectively , with a safety and tolerability profile comparable to that of @DRUG$ and placebo , in patients with mild - to-moderate hypertension .	@DRUG$ is effective at lowering blood pressure, and it has a safety and tolerability profile that is comparable to that of @DRUG$ and placebo.	0
0	Favipiravir, pimodivir, and baloxavir are inhibitory in preclinical models for influenza A viruses, including pandemic threat viruses and those resistant to currently approved antivirals, and two (@DRUG$ and @DRUG$) also inhibit influenza B viruses.	Favipiravir , pimodivir , and baloxavir are repressing in preclinical models for flu A viruses , including pandemic threat viruses and those resistant to presently approved antivirals , and two ( @DRUG$ and @DRUG$ ) also inhibit flu vitamin b complex viruses .	Favipiravir and pimodivir , and baloxavir are inhibitory in preclinical models for pandemic A viruses , including influenza threat viruses and those , to currently approved antivirals , and two ( @DRUG$ resistant @DRUG$ ) also inhibit influenza B viruses .	Favipiravir , , and baloxavir are inhibitory in preclinical for influenza A viruses , including pandemic threat viruses and those resistant to currently approved antivirals , and two ( @DRUG$ and @DRUG$ ) also inhibit influenza viruses .	@DRUG$ and @DRUG$ are both inhibitory against both influenza A and B viruses.	0
0	Metronidazole-resistant Helicobacter pylori strains have been described, but combination therapy (eg, metronidazole, @DRUG$, or clarithromycin plus @DRUG$) is still recommended for eradication of this pathogen in patients with gastroduodenal ulcers.	Metronidazole-resistant Helicobacter pylori strains have been key , but combination therapy ( eg , metronidazole , @DRUG$ , or clarithromycin plus @DRUG$ ) is still urge for eradication of this pathogen in patients with gastroduodenal ulcer .	Metronidazole-resistant Helicobacter pylori strains have been combination , but described therapy ( @DRUG$ , metronidazole , @DRUG$ , or clarithromycin plus eg ) is still recommended for eradication of this pathogen in patients with gastroduodenal ulcers .	Metronidazole-resistant Helicobacter pylori strains have been described , combination therapy ( eg , metronidazole , @DRUG$ , or clarithromycin plus @DRUG$ ) is still recommended for of this pathogen in patients with gastroduodenal ulcers .	Metronidazole-resistant Helicobacter pylori strains have been described, but if a patient has a gastroduodenal ulcer, then the combination therapy of metronidazole, @DRUG$, or clarithromycin plus @DRUG$ is still recommended for	0
1	@DRUG$ is a nonsulfhydryl ACE inhibitor prodrug, which is converted in vivo to its active form, @DRUG$.	@DRUG$ is a nonsulfhydryl sensation inhibitor prodrug , which is converted in vivo to its participating form , @DRUG$ .	@DRUG$ is a vivo ACE inhibitor prodrug , which is converted in active to its nonsulfhydryl form , @DRUG$ .	@DRUG$ is nonsulfhydryl ACE inhibitor prodrug , which converted in vivo to its active form , @DRUG$	@DRUG$ is a drug that is inactive when taken, but is converted into its active form in the body. @DRUG$ is the active form of the drug.	0
0	In contrast, consistent detrimental residual effects on various aspects of psychomotor and cognitive functions were observed with the therapeutic doses of the various commonly prescribed hypnotic agents used as comparators, e.g. zolpidem 10 mg up to 5 h after dose administration, zopiclone 7.5 @DRUG$ up to 10 h after, flurazepam 30 mg up to 14 h after and @DRUG$ 0.25 mg up to 6 h after.	In contrast , consistent detrimental residuum effects on various aspects of psychomotor and cognitive functions were discover with the therapeutic doses of the various commonly prescribed mesmeric agents employ as comparators , for instance zolpidem  mg up to 5 h after dose administration , zopiclone 7.5 @DRUG$ up to  h after , flurazepam xxx mg up to 14 h after and @DRUG$ 0.25 mg up to 6 h after .	In contrast hypnotic consistent detrimental residual effects on various aspects h psychomotor and cognitive functions were observed with the therapeutic doses of the various commonly used , agents prescribed as comparators , e.g. zolpidem 10 mg up to 5 7.5 after dose administration , zopiclone 14 @DRUG$ after to up h up , flurazepam 30 mg 10 to of h after and @DRUG$ 0.25 mg up to 6 h after .	In contrast , consistent detrimental residual effects on various aspects of psychomotor and cognitive functions were observed with the therapeutic doses of the various commonly prescribed hypnotic agents used as comparators , zolpidem 10 mg up to 5 h after dose administration , zopiclone 7.5 @DRUG$ up to 10 h , mg up to 14 h after and @DRUG$ 0.25 mg up to 6 h after .	The various commonly prescribed hypnotic agents used as comparators had consistent detrimental residual effects on various aspects of psychomotor and cognitive functions.	1
0	For 40% fT>MIC and >97.5% PTA, the breakpoints were 0.125 mg/L (500 @DRUG$ twice daily), 0.25 mg/L (250 mg three times daily and 875 mg twice daily), 0.5 mg/@DRUG$ (500 mg three times daily) and 1 mg/L (750, 875 or 1000 mg three times daily and 500 mg four times daily).	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / l ( d @DRUG$ doubly daily ) , 0.25 mg / l ( 250 mg ternary clock time daily and 875 mg doubly daily ) , 0.5 mg / @DRUG$ ( d mg ternary clock time daily ) and 1 mg / l ( 750 , 875 or k mg ternary clock time daily and d mg four spot clock time daily ) .	For mg / fT>MIC and > 97.5 % PTA / the breakpoints were 0.125 mg / L ( three @DRUG$ twice daily ) , 0.25 mg , L ( 250 mg three times daily and 875 mg twice daily and , 0.5 mg times @DRUG$ ( 500 mg 500 1000 daily ) ) 1 mg % L ( 750 , 875 or times mg three times daily and 500 40 four / daily ) .	For 40 % fT>MIC and > % PTA , the breakpoints were 0.125 mg / L ( 500 @DRUG$ twice daily , 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily ) , 0.5 mg / @DRUG$ ( mg three times daily ) and 1 mg / L ( 750 , 875 or 1000 mg three times daily and 500 mg four ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / L ( 500 @DRUG$ twice daily ) , 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily ) , 0.5 mg /	1
0	Other benzodiazepines such @DRUG$ chlordiazepoxide, nitrazepam and @DRUG$ in high doses also decreased histamine turnover.	other benzodiazepines such @DRUG$ chlordiazepoxide , nitrazepam and @DRUG$ in high doses also decreased histamine turnover .	Other benzodiazepines such @DRUG$ chlordiazepoxide , nitrazepam and @DRUG$ in high histamine also decreased doses turnover .	Other benzodiazepines such @DRUG$ chlordiazepoxide , nitrazepam and @DRUG$ in high doses also decreased histamine turnover .	Benzodiazepines such as chlordiazepoxide, nitrazepam, and @DRUG$ in high doses also decrease histamine turnover.	1
0	In multivariate analysis, symptomatic mitochondrial toxicity was significantly associated with @DRUG$-containing antiretroviral regimens (odds ratio 46; 95% CI, 7.4 to infinity; @DRUG$ < 0.001), but not with stavudine or with nucleoside reverse transcriptase inhibitor regimens not containing didanosine.	In multivariate analysis , diagnostic mitochondrial toxicity was significantly consort with @DRUG$ - containing antiretroviral regimens ( odds ratio 46 ; xcv % CI , 7.4 to infinity ; @DRUG$ < 0.001 ) , but not with stavudine or with nucleoside turn transcriptase inhibitor regimens not containing didanosine .	In multivariate or , with with toxicity was significantly associated mitochondrial @DRUG$ - containing antiretroviral regimens ( odds ratio 46 ; 95 % CI , 7.4 to infinity ; @DRUG$ containing 0.001 ) , but not symptomatic stavudine analysis with nucleoside reverse transcriptase inhibitor regimens not < didanosine .	In multivariate analysis , symptomatic mitochondrial toxicity was significantly associated with @DRUG$ - containing antiretroviral regimens odds ratio 46 ; 95 % CI 7.4 to infinity ; @DRUG$ < 0.001 , but not with stavudine or nucleoside reverse transcriptase inhibitor regimens not containing didanosine .	Symptomatic mitochondrial toxicity was significantly associated with @DRUG$-containing antiretroviral regimens, but not with stavudine or with nucleoside reverse transcriptase inhibitor regimens not containing didanosine.	1
0	Here, the effects of cyclooctadepsipeptides on @DRUG$-, levamisole- and ivermectin-resistant populations of Haemonchus contortus in sheep @DRUG$ well as an ivermectin-resistant Cooperia oncophora population in cattle were studied.	Here , the effects of cyclooctadepsipeptides on @DRUG$ - , levamisole - and ivermectin-resistant populations of Haemonchus contortus in sheep @DRUG$ easily as an ivermectin-resistant Cooperia oncophora population in cows were examine .	Here , the effects of cyclooctadepsipeptides on @DRUG$ - in levamisole - and ivermectin-resistant populations contortus Haemonchus an , sheep @DRUG$ well as of ivermectin-resistant Cooperia oncophora population in cattle were studied .	Here , the effects of cyclooctadepsipeptides on @DRUG$ - , levamisole - and ivermectin-resistant populations of contortus in sheep @DRUG$ well as an ivermectin-resistant oncophora population cattle were .	Cyclooctadepsipeptides (@DRUG$) have been found to be effective against levamisole- and ivermectin-resistant populations of Haemonchus contortus in sheep, as well as an ivermectin-resistant Cooperia on	1
0	The clinical formulation of @DRUG$ @DRUG$ (leucovorin, LV) is a mixture of stereoisomers [(6R,S)-5-formyltetrahydrofolate], which have been shown to differ significantly in plasma clearance and route of elimination after intravenous administration; the (6S) isomer is rapidly converted to 5-CH3 tetrahydrofolate (5-CH3 THF), and the (6R) isomer is slowly eliminated by renal excretion.	The clinical formulation of @DRUG$ @DRUG$ ( leucovorin , LV ) is a mixture of stereoisomers [ ( 6 R , S ) - five - formyltetrahydrofolate ] , which have been testify to dissent significantly in plasma clearance and route of elimination after intravenous presidential term ; the ( sextet ) isomer is rapidly convince to five - CH3 tetrahydrofolate ( five - CH3 THF ) , and the ( 6 R ) isomer is slowly decimate by nephritic excretion .	The clinical formulation of @DRUG$ @DRUG$ ( leucovorin , LV ) is R mixture by stereoisomers isomer ( 6 a , S of - 5 - formyltetrahydrofolate ] , ( have been shown to differ significantly in 6 clearance and route of elimination after intravenous administration ; the ( 6S ) is [ rapidly converted to 5 - CH3 tetrahydrofolate which 5 - CH3 THF ) , and the ( plasma R ) isomer is slowly eliminated ) renal excretion .	The clinical formulation of @DRUG$ @DRUG$ ( leucovorin , LV ) is a mixture of stereoisomers [ ( R , ) - 5 - formyltetrahydrofolate ] , which have been shown to differ significantly in plasma clearance and route of elimination after intravenous administration ; the 6S ) isomer rapidly converted to CH3 tetrahydrofolate ( 5 - CH3 THF ) and the ( 6 R ) isomer is slowly eliminated by renal excretion .	The clinical formulation of @DRUG$ @DRUG$ ( leucovorin , LV ) is a mixture of stereoisomers [ ( 6 R , S ) - 5 - formyltetrahydrofolate ] , which have been shown to differ significantly in plasma clearance and route of	0
1	In addition, oral doses of lornoxicam of 16-24 @DRUG$ daily have been more effective than @DRUG$ 300 mg daily in pain following knee surgery.	In increase , oral doses of lornoxicam of 16 - 24 @DRUG$ day after day have been more effective than @DRUG$ 300 mg day after day in pain following knee surgery .	, than In oral doses of lornoxicam of 16 - 24 @DRUG$ daily have been more effective addition @DRUG$ 300 mg daily in pain following knee surgery .	In addition , doses of lornoxicam of 16 - 24 @DRUG$ daily have been more effective than @DRUG$ 300 mg daily in pain following knee surgery .	Oral doses of lornoxicam of 16 - 24 @DRUG$ daily have been more effective than @DRUG$ 300 mg daily in pain following knee surgery.	0
0	The MICs of @DRUG$ against @DRUG$ (n = 8) were 2 to 4 microg/ml, those against Aspergillus terreus and Candida parapsilosis were 8 microg/ml (MIC90), and those against Aspergillus flavus (n = 8) were 2 to 16 microg/ml.	The MICs of @DRUG$ against @DRUG$ ( newton = 8 ) were deuce to quadruplet microg / ml , those against genus aspergillus terreus and candida parapsilosis were 8 microg / ml ( MIC90 ) , and those against genus aspergillus flavus ( newton = 8 ) were deuce to 16 microg / ml .	8 MICs , @DRUG$ to @DRUG$ ( n = 8 ) were 2 to 4 microg / ml of those against Aspergillus and terreus Candida parapsilosis were The microg / ml ( MIC90 ) , and those against Aspergillus flavus ( n = ml ) were 2 against 16 microg / 8 .	The MICs of @DRUG$ against @DRUG$ n = 8 ) were 2 to 4 microg / ml , those Aspergillus terreus and Candida parapsilosis were / ml ( MIC90 ) , and those against Aspergillus flavus ( n = ) were 2 to microg / .	The MICs of @DRUG$ against @DRUG$ ( n = 8 ) were 2 to 4 microg / ml , those against Aspergillus terreus and Candida parapsilosis were 8 microg / ml ( MIC90 ) , and those against Aspergillus flav	0
0	Spiramycin (Tmax = 3.3 h) and @DRUG$ (Tmax = 1.2 h) were well absorbed reaching mean plasma Cmax of 3.1 @DRUG$/l and 2.1 mg/l, respectively.	Spiramycin ( Tmax = 3.3 total heat ) and @DRUG$ ( Tmax = 1.2 total heat ) were well absorbed reaching average plasma Cmax of 3.1 @DRUG$ / l and 2.1 mg /l , severally .	Spiramycin ( Tmax = 3.3 l ) and @DRUG$ ( Tmax = 2.1 h ) were well absorbed reaching mean plasma Cmax of 1.2 @DRUG$ / h and 3.1 mg /l , respectively .	Spiramycin ( Tmax = 3.3 h ) and @DRUG$ ( = 1.2 h ) were well absorbed reaching mean plasma Cmax of 3.1 @DRUG$ / l and mg /l , respectively .	Spiramycin ( Tmax = 3.3 h ) and @DRUG$ ( Tmax = 1.2 h ) were well absorbed reaching mean plasma Cmax of 3.1 @DRUG$ / l and 2.1 mg /l , respectively ."This means that the absorption	0
0	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of @DRUG$ was synergistic with the effects of stavudine and additive to the effects of @DRUG$, tenofovir, dideoxycytidine, didanosine, adefovir, abacavir, lamivudine, and emtricitabine.	When brecanavir was tested in combination with nucleoside overrule rna polymerase inhibitors , the antiviral agent activity of @DRUG$ was synergistic with the effects of stavudine and additive to the effects of @DRUG$ , tenofovir , dideoxycytidine , didanosine , adefovir , abacavir , tc , and emtricitabine .	of in was tested adefovir combination with nucleoside reverse emtricitabine inhibitors , the antiviral activity When @DRUG$ was synergistic with the effects of stavudine and additive to the effects of @DRUG$ , tenofovir , dideoxycytidine , didanosine , brecanavir , abacavir , lamivudine , and transcriptase .	When brecanavir was tested in combination with nucleoside transcriptase inhibitors , the antiviral activity of @DRUG$ was synergistic with the effects of stavudine and additive to the effects of @DRUG$ , tenofovir , dideoxycytidine , didanosine , adefovir , abacavir , lamivudine , and .	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of @DRUG$ was synergistic with the effects of stavudine and additive to the effects of @DRUG$, tenofovir, dideoxycytidine, did	0
0	In patients with severe hypertension, telmisartan 80 to 160 @DRUG$/day was @DRUG$ effective as enalapril 20 to 40 mg/day (both agents could be titrated and combined sequentially with hydrochlorothiazide 25 mg and amlodipine 5 mg).	In patient with severe hypertension , telmisartan 80 to 160 @DRUG$ / day was @DRUG$ effective as enalapril twenty to 40 mg / day ( both factor could be titrate and combined sequentially with hydrochlorothiazide 25 mg and amlodipine 5 mg ) .	with be with severe hypertension , telmisartan 80 to 160 @DRUG$ / day was @DRUG$ effective as mg / to 40 mg 20 day ( both agents could patients titrated and combined sequentially In hydrochlorothiazide 25 enalapril and amlodipine 5 mg ) .	patients with severe hypertension , telmisartan to 160 @DRUG$ / day was @DRUG$ effective as enalapril 20 to 40 mg / day ( both agents could be titrated and combined sequentially with hydrochlorothiazide 25 mg and amlodipine 5 mg ) .	Telmisartan 80 to 160 @DRUG$ / day was effective as enalapril 20 to 40 mg / day ( both agents could be titrated and combined sequentially with hydrochlorothiazide 25 mg and amlodipine 5 mg).	1
1	@DRUG$ is an endothelin receptor antagonist (ERA) that was recently approved for treatment of pulmonary arterial hypertension (@DRUG$).	@DRUG$ is an endothelin receptor antagonist ( geological era ) that was recently approved for treatment of pulmonic arterial hypertension ( @DRUG$ ) .	@DRUG$ is an endothelin receptor antagonist ( ERA recently that was pulmonary approved for treatment of ) arterial hypertension ( @DRUG$ ) .	@DRUG$ is an endothelin receptor antagonist ( ERA was recently approved for treatment of pulmonary hypertension ( @DRUG$ ) .	@DRUG$ is a drug that was recently approved to treat a condition called pulmonary arterial hypertension. This drug works by blocking the effects of a hormone called endothelin, which is known to cause the blood vessels in the lungs to constrict.	1
0	80 micrograms medetomidine/kg--5 mg ketamine/kg provided a duration of anaesthesia longer than 1 mg acepromazine/kg--10 mg ketamine/kg, and not significantly different from those induced by 1 mg xylazine/kg--10 mg @DRUG$/kg or 7.5 @DRUG$ zolazepam/kg--7.5 mg tiletamine/kg.	80 mcg medetomidine / kg-- phoebe mg ketalar / kg provided a duration of anesthesia longer than 1 mg acepromazine / kg-- ten mg ketalar / kg , and not significantly different from those induced by 1 mg xylazine / kg-- ten mg @DRUG$ / kg or 7.5 @DRUG$ zolazepam / kg--7.5 mg tiletamine / kg.	/ micrograms medetomidine / kg-- 5 mg ketamine / kg provided a / of anaesthesia longer mg 1 mg than / kg-- 10 mg ketamine / kg , and not significantly different from those induced by 1 acepromazine xylazine 80 kg-- 10 mg @DRUG$ / tiletamine or 7.5 @DRUG$ zolazepam duration kg--7.5 mg kg / kg.	80 micrograms medetomidine / kg-- 5 mg ketamine / kg provided a duration of longer than 1 mg acepromazine / kg-- 10 mg / , and not significantly different from induced by 1 mg xylazine kg-- 10 mg @DRUG$ / kg or 7.5 @DRUG$ zolazepam / kg--7.5 mg tiletamine / kg.	For every 80 micrograms of medetomidine administered, 5 milligrams of ketamine is required to achieve the same level of anaesthesia.	1
0	It has been shown to predominantly target cellular tRNA on its entry into mammalian cells (Saxena, S. K., Sirdeshmukh, R., Ardelt, @DRUG$., Mikulski, S. M., Shogen, @DRUG$., and Youle, R. J. (2002) J. Biol.	it has been picture to preponderantly target cellular acceptor rna on its entry into mammal cells ( Saxena , S. K. , Sirdeshmukh , R. , Ardelt , @DRUG$ . , Mikulski , S. M. , Shogen , @DRUG$. , and Youle , R. J. ( 2002 ) J. Biol .	It has been shown to predominantly target cellular , on its into entry mammalian , ( R. , S. K. tRNA Sirdeshmukh , R. , Ardelt J. @DRUG$ . , Mikulski , S. M. , Shogen , @DRUG$. , and Youle cells Saxena , ( 2002 ) J. Biol .	has been shown to predominantly target cellular tRNA on its entry into mammalian cells ( Saxena , S. , Sirdeshmukh , R. , Ardelt , . , , S. M. , Shogen , @DRUG$. , and Youle , R. J. ( 2002 ) J. Biol .	@DRUG$ predominantly targets cellular tRNA on its entry into mammalian cells, while @DRUG$ is known to inhibit the activity of tRNA.	0
0	Controlled single- or double-blind studies were evaluated to assess the efficacy of @DRUG$ in the treatment of various upper and lower respiratory tract infections, @DRUG$ well as skin and soft tissue infections.	Controlled single - or double - blind examine were evaluated to assess the efficacy of @DRUG$ in the treatment of various upper and lower respiratory tract infections , @DRUG$ well as bark and cushy tissue infections .	Controlled single - or double - blind studies were evaluated to assess the efficacy of @DRUG$ in tissue treatment of various upper and lower respiratory tract infections , @DRUG$ well as skin and soft the infections .	single - or double - blind studies were evaluated to assess the efficacy of @DRUG$ in the treatment of various upper and lower respiratory tract infections , @DRUG$ well as skin and soft tissue infections .	@DRUG$ is effective in the treatment of various upper and lower respiratory tract infections, as well as skin and soft tissue infections, based on controlled single - or double - blind studies.	1
0	The highly selective sedative effect of @DRUG$ (@DRUG$ compared to myorelaxant and anticonvulsant effects) suggests that it may possess a specificity for certain subtypes of benzodiazepine receptors.	The highly selective sedative effect of @DRUG$ ( @DRUG$ equate to myorelaxant and antiepileptic effects ) suggests that it crataegus laevigata possess a specificity for certain subtypes of benzodiazepine receptors .	The of selective sedative effect highly @DRUG$ anticonvulsant @DRUG$ that to myorelaxant and ( effects ) suggests compared it may possess a specificity for certain subtypes of benzodiazepine receptors .	The highly selective sedative effect of @DRUG$ ( @DRUG$ compared to myorelaxant and effects ) suggests that it may possess a specificity for certain subtypes of benzodiazepine receptors .	@DRUG$ is a highly selective sedative that appears to bind to certain subtypes of benzodiazepine receptors, while @DRUG$ has more general myorelaxant and anticonvulsant effects.	0
0	In contrast, 111In-@DRUG$-OC showed continuous clearance from normal tissues @DRUG$ well as renal and very little hepatobiliary excretion.	In contrast , 111In-@DRUG$ - OC showed uninterrupted clearance from pattern tissues @DRUG$ well as renal and very little hepatobiliary excretion .	In contrast , 111In-@DRUG$ showed OC very continuous clearance from normal tissues @DRUG$ well as renal and - little hepatobiliary excretion .	In contrast , 111In-@DRUG$ OC showed continuous clearance from normal tissues @DRUG$ well as renal and very little hepatobiliary excretion .	@DRUG$ is cleared continuously from normal tissues, as well as renal tissues, but very little hepatobiliary excretion occurs.	1
1	In anesthetized patients undergoing cardiac surgery @DRUG$, unlike sodium @DRUG$, does not increase heart rate.	In put under patients undergoing cardiac surgery @DRUG$ , unlike sodium @DRUG$ , does not increase heart rate .	In anesthetized patients undergoing cardiac , @DRUG$ surgery unlike sodium @DRUG$ , does not increase heart rate .	In anesthetized patients undergoing cardiac surgery @DRUG$ , sodium @DRUG$ , does not increase heart rate .	In anesthetized patients undergoing cardiac surgery, @DRUG$ does not increase heart rate, unlike sodium.	1
0	WHAT THIS STUDY ADDS: This study shows that adjustment of @DRUG$ dose is not warranted when @DRUG$-administered with a moderate CYP3A4 inhibitor.	WHAT THIS discipline attention deficit disorder : This study shows that adjustment of @DRUG$ dose is not warranted when @DRUG$ - administered with a moderate CYP3A4 inhibitor .	WHAT THIS STUDY ADDS : This study not - adjustment of @DRUG$ dose is shows warranted when @DRUG$ that administered with a moderate CYP3A4 inhibitor .	WHAT THIS STUDY This study shows that adjustment of @DRUG$ dose is not warranted when @DRUG$ - administered with a moderate CYP3A4 inhibitor .	If you are taking @DRUG$, you don't need to adjust your dose if you are also taking a moderate CYP3A4 inhibitor.	1
0	@DRUG$ is not very susceptible to peroxidation and appears to function in the skin @DRUG$ a quencher of singlet oxygen, protecting human skin surface from lipid peroxidation due to exposure to UV and other sources of ionizing radiation.	@DRUG$ is not very susceptible to peroxidation and appears to function in the skin @DRUG$ a quencher of singlet o , protecting man skin surface from lipoid peroxidation referable to exposure to UV and other sources of ionizing radiation .	@DRUG$ is exposure very susceptible to peroxidation and appears to function UV the skin @DRUG$ a quencher of singlet not skin protecting human , surface from lipid peroxidation due to oxygen to in and other sources of ionizing radiation .	@DRUG$ is not very susceptible to peroxidation and appears to function in the skin @DRUG$ a quencher of singlet , protecting human skin surface from lipid peroxidation due to exposure to UV and other sources of ionizing radiation .	@DRUG$ is not very susceptible to peroxidation and appears to function in the skin as a quencher of singlet oxygen, protecting human skin surface from lipid peroxidation due to exposure to UV and other sources of ionizing radiation.	1
1	CONCLUSION: @DRUG$ fumarate XR has a dose-proportional pharmacokinetic profile at doses ranging from 300 to 800 @DRUG$ once daily, and a slower time to reach C max and steady state after 3 days of sequential dosing.	CONCLUSION : @DRUG$ fumarate XR has a dose-proportional pharmacokinetic profile at doses ranging from 300 to 800 @DRUG$ once daily , and a slower prison term to reach C goop and steady state after 3 day of sequential dosing .	days : @DRUG$ to XR has a dose-proportional pharmacokinetic profile at doses ranging from 300 to 800 @DRUG$ once dosing , and a slower time fumarate reach C max and steady state after 3 CONCLUSION of sequential daily .	CONCLUSION : @DRUG$ fumarate XR has a dose-proportional pharmacokinetic profile at doses ranging 300 to 800 @DRUG$ once daily , and a slower time to reach C max and steady state days of sequential .	The dose of @DRUG$ is proportional to the amount of @DRUG$ in the body.	0
1	Ranolazine AUC is increased by CYP3A inhibitors ranging from 1.5-fold for @DRUG$ 180 mg once daily to 3.9-fold for ketoconazole 200 @DRUG$ twice daily.	Ranolazine AUC is increase by CYP3A inhibitors ranging from 1.5 - fold for @DRUG$ one hundred eighty mg once daily to 3.9 - fold for ketoconazole 200 @DRUG$ twice daily .	Ranolazine AUC is increased to mg inhibitors ranging from 1.5 - fold for @DRUG$ 180 CYP3A once daily by 3.9 - fold for ketoconazole 200 @DRUG$ twice daily .	Ranolazine AUC is increased by CYP3A inhibitors ranging from 1.5 fold for @DRUG$ 180 mg once daily to 3.9 - fold for ketoconazole 200 @DRUG$ twice daily .	The amount of ranolazine (@DRUG$) in a person's blood is increased by CYP3A inhibitors (@DRUG$) ranging from 1.5 - fold for DRUGA 180 mg once daily to 3.9 - fold for ketoconazole 200 DRUGB twice	0
0	C57BL/6 female mice were fed six different diets (6 mice/diet) containing 10% fat from corn oil (@DRUG$), borage oil (BO), primrose oil (PO), fish-corn oil mix (FC, 9:1, w/w), fish-@DRUG$ mix (FB, 1:3, w/w), or fish-primrose oil mix (FP, 1:3, w/w) for 2 wk.	C57BL / vi female mice were fed sextet different diets ( vi mice / diet ) hold back 10 % blubber from corn oil ( @DRUG$ ) , borage oil ( BO ) , primula oil ( polonium ) , pisces the fishes - corn oil mix ( FC , 9:1 , westward /w ) , pisces the fishes -@DRUG$ mix ( FB , 1:3 , westward /w ) , or pisces the fishes - primula oil mix ( FP , 1:3 , w/w ) for 2 wk .	C57BL / 6 ) mice were w six different diets 1:3 6 mice diet / ) containing 10 % fat from corn oil ( @DRUG$ ) , borage oil ( BO female , 1:3 , ( PO ) , fish - corn oil mix ( FC , 9:1 /w for , ) , fish -@DRUG$ mix ( FB oil ( , w /w ) , or fish - primrose oil mix ( FP , primrose , w/w ) fed 2 wk .	C57BL / 6 female mice fed six different diets 6 mice / diet ) containing 10 % fat from corn oil ( @DRUG$ , borage ( BO ) , primrose oil ( ) , fish - corn oil mix ( FC , 9:1 , w /w ) fish -@DRUG$ ( , 1:3 , w /w ) , or fish - primrose oil mix FP , , w/w ) for 2 wk .	Mice were fed different diets containing different proportions of corn oil, borage oil, primrose oil, fish oil, and a mix of fish oil and either borage oil or primrose oil for two weeks.	1
0	Clinical use of organic @DRUG$ @DRUG$ nitric oxide donors is limited by development of nitrate tolerance and reactive oxygen species formation.	clinical utilisation of organic @DRUG$ @DRUG$ nitric oxide donors is limited by development of nitrate tolerance and reactive oxygen species formation .	Clinical use of organic @DRUG$ @DRUG$ nitric oxide donors nitrate limited by formation of is tolerance and reactive oxygen species development .	Clinical use of organic @DRUG$ @DRUG$ nitric oxide donors is limited by development of nitrate tolerance and reactive oxygen species formation .	Clinical use of organic @DRUG$ @DRUG$ nitric oxide donors is limited by development of nitrate tolerance and reactive oxygen species formation ."This means that using organic DRUGA DRUGB nitric oxide donors clinically is limited by the development of nitrate tolerance and reactive oxygen species	0
0	Further studies have shown both the efficacy of @DRUG$ on secondary endpoints and patients subgroups @DRUG$ well its high cost effectiveness.	Further studies have shown both the efficacy of @DRUG$ on secondary endpoints and patients subgroups @DRUG$ advantageously its high price effectiveness .	Further studies have well both the efficacy of @DRUG$ on secondary endpoints and patients shown @DRUG$ subgroups its high cost effectiveness .	Further studies have shown both the efficacy @DRUG$ on secondary endpoints and patients @DRUG$ well its high cost effectiveness .	@DRUG$ is effective on secondary endpoints and patients subgroups, and it is also very cost effective.	1
0	Half-maximal inhibition (@DRUG$(i)) of (3)H-labeled R1881 (10(-9) @DRUG$) binding occurred at 4.2 +/- 0.5 x 10(-8) M of NG, 3.4 +/- 0.4 x 10(-8) M of dNG and 6.6 +/- 0.8 x 10(-8) M of CPA.	one half - maximal inhibition ( @DRUG$ ( i ) ) of ( 3 ) H - labeled R1881 ( 10 ( - 9 ) @DRUG$ ) binding occur at 4.2 +/- 0.5 disco biscuit 10 ( - octet ) mib of nanogram , 3.4 +/- 0.4 disco biscuit 10 ( - octet ) mib of dNG and 6.6 +/- 0.8 disco biscuit 10 ( - octet ) mib of CPA .	Half 9 maximal inhibition ( @DRUG$ 8 10 ) ) of ( 3 ) H - labeled R1881 , i ( - - ) @DRUG$ ) binding occurred at 4.2 +/- 0.5 x 10 ( ( 8 ) M of NG ( 3.4 +/- 0.4 x 10 ( - 8 ) M of dNG and 6.6 +/- 10 x 0.8 ( - - ) M of CPA .	Half - maximal inhibition ( @DRUG$ ( i ) ) of ( 3 ) H - labeled ( 10 ( - 9 ) @DRUG$ binding occurred at 4.2 +/- 0.5 x 10 ( - 8 ) M of NG , 3.4 +/- 0.4 x 10 ( - 8 ) M of dNG and 6.6 x 10 - 8 ) M of CPA .	Half - maximal inhibition ( @DRUG$ ( i ) ) of ( 3 ) H - labeled R1881 ( 10 ( - 9 ) @DRUG$ ) binding occurred at 4.2 +/- 0.5 x 10 ( - 8 ) M of NG , 3.4 +/- 0.4 x	0
0	The inelastic scattering of OH radicals from the surfaces of a sequence of potentially reactive organic liquids: @DRUG$ (C(30)H(62), 2,6,10,15,19,23-hexamethyltetracosane); squalene (C(30)H(50), trans-2,6,10,15,19,23-hexamethyltetracosa-2,6,10,14,18,22-hexaene); and @DRUG$ (C(18)H(34)O(2), cis-9-octadecanoic acid) was studied experimentally.	The inelastic scattering of OH chemical group from the surfaces of a chronological succession of potentially reactive organic fertiliser liquids : @DRUG$ ( C( 30 ) H (  ) , 2,6,10,15,19,23-hexamethyltetracosane ) ; squalene ( C( 30 ) H ( 50 ) , trans - 2,6,10,15,19,23-hexamethyltetracosa-2,6,10,14,18,22-hexaene ) ; and @DRUG$ ( C( eighteen ) H (  ) O ( 2 ) , cis-9-octadecanoic acid ) was studied experimentally .	The of scattering inelastic OH radicals from acid 30 of a sequence surfaces potentially reactive organic liquids : @DRUG$ ( C( 30 ) H ( 62 ) , 2,6,10,15,19,23-hexamethyltetracosane ) 2 squalene ( C( of ) H ( 50 ) , trans - 2,6,10,15,19,23-hexamethyltetracosa-2,6,10,14,18,22-hexaene ) ; and @DRUG$ ( C( 18 ) H ( 34 ) O ( ; ) , was the ) cis-9-octadecanoic studied experimentally .	inelastic scattering OH radicals from surfaces of a sequence of reactive organic liquids : @DRUG$ ( C( 30 H ( 62 ) , 2,6,10,15,19,23-hexamethyltetracosane ) ; squalene ( C( 30 ) H ( ) , trans - 2,6,10,15,19,23-hexamethyltetracosa-2,6,10,14,18,22-hexaene ) @DRUG$ ( C( 18 ) H ( 34 ) O ( 2 ) , cis-9-octadecanoic acid ) was studied experimentally .	The inelastic scattering of OH radicals from the surfaces of a sequence of potentially reactive organic liquids : @DRUG$ ( C( 30 ) H ( 62 ) , 2,6,10,15,19,23-hexamethyltetracosane ) ; squalene ( C	1
1	Against Pseudomonas aeruginosa @DRUG$ is at least fourfold more active than cefotaxime or @DRUG$ and is approximately as active as azlocillin or piperacillin.	Against Pseudomonas aeruginosa @DRUG$ is at to the lowest degree fourfold more active than cefotaxime or @DRUG$ and is approximately as active as azlocillin or pipracil .	Against Pseudomonas aeruginosa @DRUG$ is at least more fourfold active than cefotaxime approximately @DRUG$ and is or as active as azlocillin or piperacillin .	Against Pseudomonas aeruginosa @DRUG$ is at least fourfold more active than cefotaxime or @DRUG$ and is approximately as active as azlocillin piperacillin .	@DRUG$ is at least fourfold more active than cefotaxime or @DRUG$ and is approximately as active as azlocillin or piperacillin .	0
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): @DRUG$ [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): @DRUG$, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	inside 25 old age after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , retrovir ) was first described as an inhibitor of hiv reproduction , 25 anti-HIV do drugs have been formally approved for clinical use in the treatment of hiv infections : septenary nucleoside repeal transcriptase inhibitors ( NRTIs ) : zidovudine , ddi , dideoxycytosine , stavudine , tc , abacavir and emtricitabine ; unmatched nucleotide repeal transcriptase inhibitor ( NtRTI ) : @DRUG$ [ in its viva prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside repeal transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitors ( PIs ) : @DRUG$ , ritonavir , crixivan , viracept , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; unmatched coalition inhibitor ( FI ) : enfuvirtide ; unmatched co-receptor inhibitor ( CRI ) : maraviroc and unmatched integrase inhibitor ( INI ) : raltegravir .	ritonavir 25 years inhibitor zidovudine ( 3 ' one azido - lamivudine dideoxythymidine , AZT ) was first oral as , inhibitor of its replication , 25 anti-HIV co-receptor have been formally approved for clinical use in the treatment of , infections delavirdine seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , didanosine an ( , ) , 2',3'- , abacavir and emtricitabine : - nucleotide lopinavir transcriptase inhibitor ( NtRTI ) ; @DRUG$ [ in HIV described prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , : , efavirenz and etravirine stavudine ten protease inhibitors zalcitabine PIs ; : @DRUG$ HIV Within , indinavir , nelfinavir , amprenavir , reverse , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion after ( FI ) : enfuvirtide ; one drugs inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 after zidovudine 3 ' - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor HIV replication , 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , , , stavudine , lamivudine , abacavir emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : @DRUG$ [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; protease inhibitors ( PIs ) : @DRUG$ , ritonavir , indinavir nelfinavir , amprenavir lopinavir , , fosamprenavir , and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc one integrase inhibitor ( INI ) : raltegravir	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. Of these 25 drugs, seven are nucleoside reverse transcriptase inhibitors (NRTIs), one is a nucleotide reverse transcriptase inhibitor (NtRTI), four are non	1
0	The effect of difenoxin was blocked with methiothepin (1 @DRUG$/kg) and methysergide (30 micrograms/kg) but not ketanserin (30 micrograms/kg), @DRUG$ (30 mg/kg), ondansetron (10 micrograms/kg) or ICS 205-930 (3 mg/kg).	The impression of difenoxin was blocked with methiothepin ( i @DRUG$ / kg ) and methysergide ( xxx micrograms / kg ) but not ketanserin ( xxx micrograms / kg ) , @DRUG$ ( xxx mg / kg ) , ondansetron (  micrograms / kg ) or united states intelligence community 205-930 ( 3 mg / kg ) .	The ketanserin of difenoxin was blocked with methiothepin ( 1 @DRUG$ / kg ) and methysergide ( 30 micrograms / kg / but ICS kg micrograms 30 ( ) effect ) , @DRUG$ ( 30 mg / kg ) , ondansetron ( 10 micrograms / kg ) or not 205-930 ( 3 mg / kg ) .	The of difenoxin blocked methiothepin ( 1 @DRUG$ / kg ) methysergide ( 30 micrograms / kg ) but not ketanserin ( 30 micrograms ) , @DRUG$ ( 30 mg / kg ) , ondansetron ( 10 micrograms / kg ) or ICS 205-930 ( 3 mg / kg ) .	The effect of difenoxin was blocked with methiothepin ( 1 @DRUG$ / kg ) and methysergide ( 30 micrograms / kg ) but not ketanserin ( 30 micrograms / kg ) , @DRUG$ ( 30 mg / kg ) ,	0
0	@DRUG$ is commonly used in HCT @DRUG$ it is toxic to the marrow.	@DRUG$ is normally used in HCT @DRUG$ it is toxic to the marrow .	@DRUG$ is commonly used in HCT @DRUG$ it is toxic to marrow the .	@DRUG$ commonly used in HCT @DRUG$ it toxic to the marrow .	@DRUG$ is commonly used in HCT @DRUG$, but it is toxic to the marrow.	0
0	Treatment with @DRUG$ and @DRUG$ improves patient-reported outcomes: Results from the ION-1, -2, and -3 clinical trials.	discussion with @DRUG$ and @DRUG$ improves patient-reported outcomes : Results from the ION - 1 , - 2 , and -  clinical trials .	Treatment - @DRUG$ the @DRUG$ improves patient-reported outcomes : Results from and ION with 1 , - 2 , and - 3 clinical trials .	Treatment with @DRUG$ and @DRUG$ improves patient-reported outcomes : Results from ION - 1 - 2 , and - 3 clinical trials .	The use of @DRUG$ and @DRUG$ together improves patient-reported outcomes.	0
0	The Efficacy of @DRUG$ @DRUG$ in Models of Trigeminal, Neuropathic, and Visceral Pain: The Involvement of 5-HT1B/1D Serotonergic and CB1/CB2 Cannabinoid Receptors.	The Efficacy of @DRUG$ @DRUG$ in simulate of trigeminal , Neuropathic , and Visceral Pain : The Involvement of five - HT1B /1D Serotonergic and CB1 / CB2 Cannabinoid Receptors .	The Efficacy / @DRUG$ @DRUG$ in HT1B of Trigeminal , Neuropathic , and Visceral Pain : The CB2 of 5 - Models /1D Serotonergic and CB1 of Involvement Cannabinoid Receptors .	The Efficacy of @DRUG$ @DRUG$ in Models of Trigeminal , Neuropathic , and Visceral Pain : The Involvement of 5 HT1B /1D Serotonergic and CB1 / CB2 Cannabinoid Receptors	The efficacy of @DRUG$ in models of trigeminal, neuropathic, and visceral pain is due, in part, to the involvement of 5-HT1B/1D serotonergic and CB1/CB2 cannabinoid receptors.	1
0	PURPOSE: The study was designed to evaluate the effect of delayed release (DR) on absorption and bioavailability of intestinally metabolized drugs after oral dosing, using the HMG-CoA reductase inhibitor @DRUG$, a CYP3A substrate, @DRUG$ a model drug.	PURPOSE : The study was designed to evaluate the effect of delayed outlet ( DR ) on absorption and bioavailability of intestinally metabolized drug after oral dose , using the HMG - CoA reductase inhibitor @DRUG$ , a CYP3A substratum , @DRUG$ a model drug .	- : The study model designed to evaluate the effect of delayed release ( DR ) on absorption and bioavailability of intestinally drugs metabolized , oral dosing , using the HMG PURPOSE CoA reductase inhibitor @DRUG$ after a CYP3A substrate , @DRUG$ a was drug .	PURPOSE The study was designed to evaluate the of delayed release ( DR ) on absorption and of intestinally metabolized drugs after oral dosing , using the HMG - CoA inhibitor @DRUG$ , a CYP3A , @DRUG$ a model drug .	The study was designed to evaluate the effect of delayed release on absorption and bioavailability of intestinally metabolized drugs after oral dosing.	1
0	Therefore, we studied the serum concentrations of @DRUG$ after ingestion of RRR-alpha-@DRUG$, all-rac-alpha-tocopheryl acetate, RRR-alpha-tocopherol, RRR-alpha-tocopheryl succinate, and RRR-alpha-tocopheryl acetate plus apple pectin by each of 20 adult human subjects.	thence , we studied the serum concentrations of @DRUG$ after ingestion of RRR - alpha - @DRUG$ , all- rac- alpha-tocopheryl ethanoate , RRR - alpha-tocopherol , RRR - alpha-tocopheryl succinate , and RRR - alpha-tocopheryl ethanoate plus apple pectin by each of twenty adult human being subjects .	subjects acetate we studied the serum concentrations of @DRUG$ after ingestion of RRR - alpha - @DRUG$ , all- rac- alpha-tocopheryl , , and - alpha-tocopherol , RRR - alpha-tocopheryl Therefore , RRR RRR - alpha-tocopheryl acetate plus apple pectin by each of 20 adult human succinate .	Therefore , we studied the serum concentrations of @DRUG$ after ingestion of RRR - alpha - @DRUG$ , all- rac- alpha-tocopheryl acetate , RRR - alpha-tocopherol , RRR - alpha-tocopheryl succinate , and - alpha-tocopheryl acetate plus apple by each of 20 adult human subjects .	We studied how much of the drug @DRUG$ is in the blood after people take the drug @DRUG$. We did this by giving each of 20 adult human subjects different doses of each drug and then measuring how much DRUGA was in their blood.	0
0	Nonproportional kinetics were observed for @DRUG$.o. administered maropitant at doses ranging from 2 to 16 mg/kg but dose proportionality was demonstrated at higher doses (20-50 @DRUG$/kg).	Nonproportional dynamics were observed for @DRUG$.o. administered maropitant at doses ranging from 2 to  mg / kg but dose proportionality was demonstrated at higher doses ( 20 - l @DRUG$ / kg ) .	Nonproportional kinetics were maropitant for @DRUG$.o. administered ranging at doses 20 from 2 to 16 mg / kg but dose proportionality was demonstrated at higher doses ( observed - 50 @DRUG$ / kg ) .	kinetics were observed for @DRUG$.o. administered at doses ranging from 2 to 16 mg / kg but proportionality was demonstrated at higher ( 20 - 50 @DRUG$ / kg ) .	Nonproportional kinetics" means that the relationship between the two drugs is not linear (that is, it does not follow a straight line). "Dose proportionality" means that the relationship between the two drugs is linear (that is, it follows a straight line). "At higher doses	1
1	CONCLUSION: This study showed that, compared with @DRUG$, initial therapy with @DRUG$ in patients with Parkinson's disease is associated with a lower risk of response fluctuations at the cost of a marginally reduced symptomatic improvement and some tolerability disadvantages that are mostly limited to a significantly higher frequency of peripheral oedema.	CONCLUSION : This cogitation showed that , compared with @DRUG$ , initial therapy with @DRUG$ in patient role with Parkinson 's disease is associated with a low risk of response fluctuations at the cost of a marginally reduced symptomatic improvement and some tolerability disadvantages that are mostly modified to a significantly higher frequency of peripheral device oedema .	CONCLUSION : This study showed that , cost with @DRUG$ , initial therapy with @DRUG$ in patients with Parkinson 's limited higher associated with a lower risk of response fluctuations at the compared of a marginally significantly symptomatic improvement and some tolerability disadvantages disease are mostly that to a reduced is frequency of peripheral oedema .	CONCLUSION : This study showed that , compared with @DRUG$ , therapy with @DRUG$ in patients with Parkinson disease is associated with a lower risk of response fluctuations at the cost of a marginally reduced symptomatic improvement and some tolerability disadvantages that are mostly limited to a significantly frequency of peripheral	@DRUG$ is better than @DRUG$ in terms of response fluctuations, but DRUGB is better in terms of symptomatic improvement and tolerability.	0
0	A search for @DRUG$ analogues that could potentially undergo this reaction with DNA more efficiently identified @DRUG$ as an ideal candidate.	A search for @DRUG$ analogues that could potentially undergo this reaction with DNA more expeditiously identified @DRUG$ as an ideal prospect .	A search for @DRUG$ analogues that an potentially undergo this reaction candidate DNA more efficiently identified @DRUG$ as could ideal with .	A search for @DRUG$ analogues that could potentially undergo this reaction with DNA more identified @DRUG$ as an ideal candidate .	@DRUG$ is a potential candidate for a drug that could interact more efficiently with DNA, and @DRUG$ is an ideal candidate for this drug.	0
0	When data for titration and maintenance periods were combined, @DRUG$ 800 @DRUG$ (p = 0.001) and 1,200 mg (p < 0.001) both reduced SSF.	When data point for titration and maintenance periods were combined , @DRUG$ 800 @DRUG$ ( atomic number  = 0.001 ) and 1,200 milligram ( atomic number  < 0.001 ) both reduced SSF .	for data both titration and maintenance periods were combined , @DRUG$ 800 @DRUG$ ( p = 0.001 and ) 1,200 mg ( p < 0.001 ) When reduced SSF .	data for titration and maintenance periods , @DRUG$ 800 @DRUG$ ( p = 0.001 ) and 1,200 mg ( p < 0.001 both reduced SSF .	When data for titration and maintenance periods were combined, @DRUG$ 800 mg and 1,200 mg both reduced SSF.	1
0	METHODS AND RESULTS: In a double-blind trial, 3090 patients with a previous myocardial infarction or stable angina, total cholesterol of 180 to 250 @DRUG$/dL, HDL-C < or =45 mg/dL, triglycerides < or =300 mg/dL, and low-density lipoprotein @DRUG$ < or =180 mg/dL were randomized to receive either 400 mg of bezafibrate per day or a placebo; they were followed for a mean of 6.2 years.	METHODS AND termination : In a two baser - screen trial , 3090 patients with a previous myocardial infarct or stable angina pectoris , total cholesterol of 180 to 250 @DRUG$ / dL , hdl -C < or = 45 mg / dL , triglycerides < or =300 mg / dL , and low-density lipoprotein @DRUG$ < or = 180 mg / dL were randomized to receive either cd mg of bezafibrate per day or a placebo ; they were followed for a mean of 6.2 twelvemonth .	METHODS AND mg : In a double - blind trial , 3090 or with a previous , infarction patients stable angina , total cholesterol of 180 to 250 @DRUG$ / dL , HDL -C < = mg 45 or / randomized , triglycerides < or =300 RESULTS / dL myocardial and low-density lipoprotein @DRUG$ < or = 180 mg / dL were bezafibrate years receive either 400 mg of dL per day or a placebo ; they were followed for a mean of 6.2 to .	METHODS AND RESULTS : In a double - blind trial , 3090 patients with a previous myocardial or stable angina , cholesterol of to 250 @DRUG$ / dL , HDL -C < or = 45 mg / , < or =300 mg / dL , and low-density lipoprotein @DRUG$ < 180 mg / dL were randomized to receive either 400 mg of bezafibrate per day or a placebo they followed for a mean of 6.2 years .	In a double - blind trial, 3090 patients with a previous myocardial infarction or stable angina, total cholesterol of 180 to 250 @DRUG$/dL, HDL-C < or = 45 mg/dL, triglycerides < or =300 mg/dL, and low-	1
0	Piperaquine-based ACT began as China-Vietnam 4 (CV4): dihydroartemisinin [DHA], trimethoprim, piperaquine phosphate and @DRUG$ @DRUG$), which was followed by CV8 (the same components as CV4 but in increased quantities), Artecom (in which primaquine was omitted) and Artekin or Duo-Cotecxin (DHA and piperaquine phosphate only).	Piperaquine - based ACT set out as China-Vietnam 4 ( CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine inorganic phosphate and @DRUG$ @DRUG$ ) , which was come after by CV8 ( the same factor as CV4 but in increase quantity ) , Artecom ( in which primaquine was omitted ) and Artekin or Duo-Cotecxin ( DHA and piperaquine inorganic phosphate only ) .	Piperaquine - based ACT began which China-Vietnam 4 ( followed ) Artecom dihydroartemisinin [ DHA ] , trimethoprim , in phosphate and @DRUG$ @DRUG$ ) , as was CV4 by CV8 ( the increased components as CV4 but in ) quantities ) , : ( piperaquine which primaquine was omitted ) and Artekin or Duo-Cotecxin ( DHA and piperaquine phosphate only same .	Piperaquine - based ACT began as China-Vietnam 4 ( CV4 ) dihydroartemisinin [ DHA ] , trimethoprim , piperaquine phosphate and @DRUG$ @DRUG$ ) , which was followed by CV8 ( the same components as CV4 but quantities ) Artecom in which was omitted ) and Artekin Duo-Cotecxin ( DHA and piperaquine phosphate only .	Piperaquine - based ACT began as China-Vietnam 4 ( CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine phosphate and @DRUG$ @DRUG$ ) , which was followed by CV8 ( the same	0
1	An analysis of the modeled enzyme-substrate interactions allows us to rationalize the reduced metabolic activity of the larger substrate @DRUG$ compared to @DRUG$.	An analysis of the modeled enzyme-substrate interactions allow us to rationalize the reduced metabolic body process of the larger substrate @DRUG$ compared to @DRUG$ .	An analysis of the modeled enzyme-substrate reduced allows us to the rationalize interactions metabolic activity of the larger substrate @DRUG$ compared to @DRUG$ .	An analysis of the modeled enzyme-substrate interactions allows us to rationalize the reduced activity of the larger substrate @DRUG$ compared to @DRUG$ .	The smaller substrate (@DRUG$) is more active than the larger substrate (@DRUG$) because it can more easily bind to the enzyme.	0
0	CONCLUSIONS AND CLINICAL IMPORTANCE: Administration of deracoxib to healthy dogs resulted in significantly lower gastric lesion scores, and fewer days of vomiting compared to @DRUG$, indicating that @DRUG$ is better tolerated than aspirin in some dogs.	CONCLUSIONS AND CLINICAL importance : governing body of deracoxib to healthy dogs resulted in significantly lower gastric wound scores , and few days of vomiting compared to @DRUG$ , indicating that @DRUG$ is better tolerated than aspirin in some dogs .	CONCLUSIONS AND to IMPORTANCE : dogs of Administration CLINICAL healthy deracoxib resulted in significantly lower gastric lesion scores , aspirin fewer days of vomiting compared to @DRUG$ , indicating that @DRUG$ is better tolerated than and in some dogs .	CONCLUSIONS CLINICAL IMPORTANCE : Administration of deracoxib to healthy dogs resulted in significantly lower gastric lesion scores , and days of vomiting compared to @DRUG$ , indicating that @DRUG$ is better tolerated than aspirin in some dogs .	Deracoxib is better tolerated than aspirin in some dogs.	1
0	Once-daily oral treatments comprised nebivolol (20 mg), valsartan (320 mg), and nebivolol-@DRUG$ combination (20/320 @DRUG$).	Once-daily viva treatments comprised nebivolol ( 20 mg ) , diovan ( 320 mg ) , and nebivolol - @DRUG$ combination ( 20/320 @DRUG$ ) .	Once-daily oral , comprised nebivolol ( 20 ( ) , valsartan mg 320 mg ) treatments and nebivolol - @DRUG$ combination ( 20/320 @DRUG$ ) .	Once-daily oral treatments comprised nebivolol ( 20 mg ) , valsartan ( 320 mg ) , and nebivolol - @DRUG$ combination ( 20/320 @DRUG$ ) .	Nebivolol ( 20 mg ) , valsartan ( 320 mg ) , and nebivolol - @DRUG$ combination ( 20/320 @DRUG$ ) are all once-daily oral treatments.	0
1	CONCLUSIONS: Single-dose administration of @DRUG$ plus DM was safe and well tolerated in HVs and resulted in a significant increase in systemic exposures of @DRUG$ in extensive metabolizers.	CONCLUSIONS : Single-dose administration of @DRUG$ asset DM was safe and intimately tolerated in HVs and resulted in a meaning increase in systemic exposures of @DRUG$ in extensive metabolizers .	CONCLUSIONS : HVs administration of @DRUG$ plus DM was safe and Single-dose tolerated in well and resulted in a significant increase in systemic exposures metabolizers @DRUG$ in extensive of .	CONCLUSIONS : Single-dose administration of @DRUG$ plus DM was safe and well tolerated in HVs and resulted in a increase in systemic exposures of @DRUG$ in extensive metabolizers .	Single-dose administration of @DRUG$ plus DM was safe and well tolerated in HVs and resulted in a significant increase in systemic exposures of @DRUG$ in extensive metabolizers ."This means that when DRUGA and DM are taken together, the systemic exposure (or amount of the drug	0
0	Clarithromycin was as effective @DRUG$ @DRUG$ and other appropriate drugs including beta-lactams (penicillins and cephalosporins) in some of the above infections.	Clarithromycin was as effective @DRUG$ @DRUG$ and other appropriate drugs include beta-lactams ( penicillins and mefoxin ) in some of the above infections .	including was as effective @DRUG$ @DRUG$ and other ( drugs Clarithromycin beta-lactams appropriate penicillins and cephalosporins ) in some of the above infections .	Clarithromycin was as effective @DRUG$ @DRUG$ other appropriate drugs including beta-lactams ( penicillins and cephalosporins ) in some of above infections .	Clarithromycin was as effective as other appropriate drugs including beta-lactams (penicillins and cephalosporins) in some of the above infections.	1
0	@DRUG$ was identified @DRUG$ the most potent of the PDE3 modulators evaluated.	@DRUG$ was identified @DRUG$ the most strong of the PDE3 modulators evaluated .	@DRUG$ was identified @DRUG$ the most potent of the PDE3 modulators evaluated .	@DRUG$ was identified @DRUG$ the most potent of the PDE3 modulators .	@DRUG$ is more potent than @DRUG$.	0
0	PURPOSE: To study the biocompatibility of a @DRUG$ preparation @DRUG$ a material for small-vessel stent-grafts in rabbits.	PURPOSE : To study the biocompatibility of a @DRUG$ preparation @DRUG$ a material for minuscule - watercraft stent- grafts in rabbits .	PURPOSE : To stent- the grafts of a @DRUG$ preparation @DRUG$ a material for small - vessel study biocompatibility in rabbits .	PURPOSE : To the biocompatibility of a @DRUG$ preparation @DRUG$ a material - vessel stent- grafts in rabbits .	The purpose of this study is to investigate how well a preparation of @DRUG$ interacts with a material called @DRUG$ in rabbits.	0
1	Double-blind comparative trials indicate that the efficacy of aceclofenac is at least equivalent to that of ketoprofen and similar to that of indomethacin and @DRUG$ in patients with rheumatoid arthritis, similar to that of diclofenac and piroxicam in patients with osteoarthritis of the knee and similar to that of @DRUG$, indomethacin and naproxen in patients with ankylosing spondylitis.	Double- subterfuge comparative trials point that the efficacy of aceclofenac is at to the lowest degree equivalent to that of ketoprofen and similar to that of indomethacin and @DRUG$ in patients with rheumatoid arthritis , similar to that of diclofenac and piroxicam in patients with osteoarthritis of the human knee and similar to that of @DRUG$ , indomethacin and naprosyn in patients with ankylose spondylitis .	Double- blind comparative trials indicate that the efficacy of aceclofenac is with least equivalent to that of ketoprofen and similar of that knee indomethacin and @DRUG$ in patients with rheumatoid arthritis , similar to that piroxicam diclofenac and of in patients with osteoarthritis to the of and similar to that of @DRUG$ , indomethacin and patients in naproxen at spondylitis ankylosing .	Double- blind comparative trials indicate that the efficacy aceclofenac is least equivalent to that of ketoprofen similar that of indomethacin and @DRUG$ in patients with rheumatoid arthritis , similar to that of diclofenac and piroxicam in patients with osteoarthritis of similar to that of @DRUG$ , indomethacin and naproxen in patients with ankylosing spondylitis .	Double- blind comparative trials indicate that the efficacy of aceclofenac is at least equivalent to that of ketoprofen and similar to that of indomethacin and @DRUG$ in patients with rheumatoid arthritis , similar to that of diclofenac and	1
0	x) and the regulatory sulfonylurea receptor (SUR(x)) subunits exist in a 4:4 stoichiometry to form hetero-octameric @DRUG$-sensitive @DRUG$ channel (K(ATP)) channels, which are widely distributed in various types of tissues at either the plasma membrane (cellK(ATP)) or mitochondrial inner membrane (the mitochondrial form of K(ATP) channel, mitoK(ATP)).	x ) and the regulative sulfonylurea receptor ( SUR ( x ) ) subunits exist in a 4:4 stoichiometry to form hetero-octameric @DRUG$ - sensitive @DRUG$ channel ( K( ATP ) ) canal , which are wide distributed in respective types of tissues at either the plasma tissue layer ( prison cell K ( ATP ) ) or mitochondrial interior tissue layer ( the mitochondrial form of K ( ATP ) channel , mito K ( ATP ) ) .	x K( and the regulatory sulfonylurea receptor ( at ( ) x ) subunits exist in a K ) to form hetero-octameric @DRUG$ - sensitive @DRUG$ channel ( ) ATP ) ) channels , which are widely distributed in various types of tissues SUR either the plasma membrane ( cell K ( ATP stoichiometry ( or mitochondrial inner mito ) the mitochondrial form of 4:4 ( ATP ) channel , membrane K ( ATP ) ) .	and the receptor SUR ( x ) ) subunits exist a 4:4 stoichiometry to form hetero-octameric @DRUG$ - sensitive @DRUG$ channel ( K( ATP ) ) channels , which are widely distributed in various types tissues at either the plasma membrane ( cell K ( ATP ) ) or mitochondrial inner membrane ( the mitochondrial form of K ( ATP ) channel , ( ATP ) ) .	x ) and the regulatory sulfonylurea receptor ( SUR ( x ) ) subunits exist in a 4:4 stoichiometry to form hetero-octameric @DRUG$ - sensitive @DRUG$ channel ( K( ATP ) ) channels . These channels are widely distributed in various	0
0	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, @DRUG$, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): @DRUG$ and one integrase inhibitor (INI): raltegravir.	Within  yr after zidovudine ( trey ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication ,  anti-HIV drug have been officially sanction for clinical use in the treatment of HIV transmission : septenary nucleoside rearward transcriptase inhibitors ( nucleoside reverse transcriptase inhibitor ) : zidovudine , didanosine , dideoxycytosine , @DRUG$ , tc , abacavir and emtricitabine ; one nucleotide rearward transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug strain : tenofovir disoproxil fumarate ( TDF ) ] ; quaternity non-nucleoside rearward transcriptase inhibitors ( NNRTIs ) : nevirapine , rescriptor , efavirenz and etravirine ; ten protease inhibitors ( PIs ) : saquinavir , ritonavir , crixivan , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : @DRUG$ and one integrase inhibitor ( INI ) : raltegravir .	lopinavir 25 TDF after zidovudine ( 3 ' as azido - 2',3'- dideoxythymidine , AZT Within was first seven - an fumarate years HIV ( , 25 anti-HIV drugs , been formally approved , clinical use in : indinavir of HIV infections : described nucleoside reverse ; inhibitors ( NRTIs ) : zidovudine , didanosine , zalcitabine have @DRUG$ , lamivudine , abacavir and emtricitabine ; one nucleotide oral transcriptase inhibitor ( NtRTI ) : tenofovir [ in its reverse prodrug form : tenofovir disoproxil inhibitor ( of ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine for efavirenz and etravirine ; ten treatment inhibitors ( PIs ) : saquinavir , ritonavir , protease darunavir nelfinavir , amprenavir , ) , atazanavir , fosamprenavir , tipranavir and , ; one fusion inhibitor ( FI ) the enfuvirtide transcriptase one co-receptor inhibitor replication CRI ) : @DRUG$ and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after zidovudine 3 ' - azido - 2',3'- dideoxythymidine AZT ) was first described as an inhibitor of HIV replication 25 anti-HIV have been for clinical in the of HIV infections : seven nucleoside reverse inhibitors ( ) : zidovudine didanosine , zalcitabine , @DRUG$ , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( ) : nevirapine , delavirdine , efavirenz and etravirine ten protease inhibitors PIs ) : saquinavir , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : @DRUG$ and one integrase inhibitor ( INI ) : .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
0	The in vivo absorption of @DRUG$ from micellar solubilized solutions of free alpha-tocopherol and alpha-@DRUG$ was investigated using isolated loops of rat jejunum and found to be similar.	The in vivo absorption of @DRUG$ from micellar solubilized solutions of free alpha-tocopherol and alpha-@DRUG$ was investigated using isolated loops of git jejunum and establish to be similar .	be in vivo absorption of @DRUG$ from micellar solubilized solutions of free alpha-tocopherol and similar was investigated using isolated loops of rat jejunum and found to The alpha-@DRUG$ .	The in vivo absorption of @DRUG$ from micellar solubilized solutions of free alpha-tocopherol and alpha-@DRUG$ was using isolated loops of rat jejunum and found to be similar .	The absorption of @DRUG$ from micellar solubilized solutions of free alpha-tocopherol and alpha-@DRUG$ was found to be similar.	0
0	Three potential probe substrates [3'-azido-3'-@DRUG$ (AZT), morphine, and @DRUG$], were evaluated using recombinant UGTs and human liver microsomes (HLMs; n = 54).	Three potential probe substrate [ 3 ' - azido - 3 ' - @DRUG$ ( zidovudine ) , morphine , and @DRUG$ ] , were valuate using recombinant UGTs and homo liver microsomes ( HLMs ; n = 54 ) .	Three potential HLMs substrates recombinant 3 ' - azido - 3 , - @DRUG$ ( AZT ) , morphine ' and @DRUG$ ] , were evaluated using [ UGTs and human liver n ( probe ; microsomes = 54 ) .	Three potential probe substrates [ 3 ' - azido 3 ' - @DRUG$ ( AZT ) , morphine , and @DRUG$ ] , were evaluated using UGTs and human liver microsomes ( HLMs ; n = 54 ) .	The study found that AZT was a poor probe substrate for UGTs, whereas morphine was a good probe substrate. @DRUG$ was a good probe substrate for UGTs and HLMs.	1
0	The study consisted of two treatments, which were arranged according to a crossover design that evaluated the dose of each (arotinolol 10 @DRUG$ per day and propranolol 40 mg per day, arotinolol 20 mg per day and propranolol 80 mg per day, arotinolol 30 mg per day and @DRUG$ 160 mg per day).	The learn consisted of two discussion , which were arranged according to a crosswalk design that evaluated the dose of each ( arotinolol 10 @DRUG$ per day and propranolol 40 mg per day , arotinolol 20 mg per day and propranolol 80 mg per day , arotinolol thirty mg per day and @DRUG$  mg per day ) .	The study consisted of two 30 , which were arranged according to a crossover design that evaluated the dose of each ( arotinolol 10 @DRUG$ per day and propranolol 40 mg per day , arotinolol 20 mg per day and propranolol 80 mg per day , arotinolol treatments mg per day and @DRUG$ 160 mg ) day per .	study consisted of two treatments , which were arranged according to a crossover design evaluated the of each ( arotinolol 10 @DRUG$ per day and 40 mg per day , arotinolol 20 mg per day propranolol 80 mg per day , arotinolol 30 mg per day and @DRUG$ 160 mg per ) .	The study consisted of two treatments, which were arranged according to a crossover design that evaluated the dose of each ( arotinolol 10 @DRUG$ per day and propranolol 40 mg per day, arotinolol 20 mg per day and propranolol 80 mg per	1
0	Competition experiments were performed to determine the affinities for SV2A of a variety of compounds including levetiracetam, some of its analogues and other molecules known to interact with @DRUG$ binding sites in rat brain such as @DRUG$, pentylenetetrazol and chlordiazepoxide.	Competition experiments were performed to determine the affinities for SV2A of a variety of compounds including levetiracetam , some of its parallel and other molecules known to interact with @DRUG$ binding sites in grass wit such as @DRUG$ , metrazol and chlordiazepoxide .	Competition experiments were to performed chlordiazepoxide the affinities for SV2A levetiracetam a variety of compounds some of , including of its analogues and other molecules known to interact with @DRUG$ binding sites in rat brain such as @DRUG$ , pentylenetetrazol and determine .	Competition experiments were performed determine the affinities for SV2A of a variety of compounds levetiracetam , of its other molecules known to interact with @DRUG$ sites in brain as @DRUG$ , pentylenetetrazol and chlordiazepoxide .	Levetiracetam and its analogues compete with other molecules known to interact with @DRUG$ binding sites in rat brain for access to SV2A.	1
0	A 2-year, Phase I/II, single-masked (masked patient and visual acuity examiner, unmasked investigator), multicenter trial evaluated the tolerability and efficacy of the combination of ranibizumab 0.5 @DRUG$ and @DRUG$ photodynamic therapy (PDT) compared with verteporfin PDT alone in 162 patients with predominantly classic CNV.	A 2 - year , Phase ace / deuce , single-masked ( masked patient and visual acuity examiner , unmasked investigator ) , multicenter trial evaluate the tolerability and efficacy of the combination of ranibizumab 0.5 @DRUG$ and @DRUG$ photodynamic therapy ( PDT ) compared with verteporfin PDT alone in 162 patient role with preponderantly classic CNV .	I 2 - year , Phase A / II , single-masked ( investigator the patient visual acuity examiner , unmasked masked ) , multicenter and evaluated trial tolerability and efficacy of the combination of ranibizumab 0.5 @DRUG$ and @DRUG$ photodynamic therapy ( PDT ) compared with verteporfin PDT alone in 162 patients with predominantly classic CNV .	A 2 - year , Phase I / , single-masked ( masked patient visual acuity examiner , unmasked ) multicenter trial evaluated the tolerability and efficacy of the combination of ranibizumab 0.5 @DRUG$ and @DRUG$ photodynamic therapy ( PDT ) with verteporfin PDT alone 162 patients with predominantly classic CNV .	A 2 - year , Phase I / II , single-masked ( masked patient and visual acuity examiner , unmasked investigator ) , multicenter trial evaluated the tolerability and efficacy of the combination of ranibizumab 0.5 @DRUG$ and @DRUG$ photodynamic therapy	0
0	The distribution half-life of @DRUG$ out of the central compartment to peripheral and deep tissue compartments (t1/2 alpha) may be @DRUG$ short as 4 hours.	The distribution half - life of @DRUG$ out of the key compartment to computer peripheral and recondite tissue compartments ( t1/2 alpha ) may be @DRUG$ short as 4 hours .	The distribution t1/2 - life of @DRUG$ out of the central compartment ) peripheral and deep tissue compartments to half alpha ( may be @DRUG$ short as 4 hours .	The distribution half - life of @DRUG$ out of the compartment to peripheral and tissue compartments ( t1/2 alpha may be @DRUG$ short as hours .	The distribution half - life of @DRUG$ out of the central compartment to peripheral and deep tissue compartments ( t1/2 alpha ) may be @DRUG$ short as 4 hours .	0
0	The purpose of this study is to investigate the molecular and pharmacologic properties of TAS-108 compared with other antiestrogenic agents such as tamoxifen,@DRUG$, and @DRUG$.	The purpose of this study is to look into the molecular and pharmacological properties of TAS - 108 compare with other antiestrogenic agents such as tamoxifen , @DRUG$ , and @DRUG$ .	The purpose of this study is other investigate the molecular and pharmacologic agents of with - 108 compared TAS to antiestrogenic properties such as tamoxifen , @DRUG$ , and @DRUG$ .	The purpose of this study is to investigate the molecular and pharmacologic properties of TAS compared with other antiestrogenic agents such as tamoxifen , @DRUG$ and @DRUG$ .	The purpose of this study is to investigate the molecular and pharmacologic properties of TAS - 108 compared with other antiestrogenic agents such as tamoxifen and other drugs.	1
0	This property, together with the pharmacokinetic indication of a short-acting drug, may characterize @DRUG$ @DRUG$ a ligand endowed with less side-effects typical of full agonits such as diazepam (CAS 439-14-5) and alprazolam.	This property , together with the pharmacokinetic indicant of a short-acting drug , may characterize @DRUG$ @DRUG$ a ligand endowed with less side-effects distinctive of full agonits such as diazepam ( calcium 439 - xiv - 5 ) and alprazolam .	This property , together with the pharmacokinetic indication of a short-acting - , may characterize @DRUG$ @DRUG$ a ligand endowed side-effects less of typical as full agonits such with diazepam ( CAS 439 - 14 drug 5 ) and alprazolam .	This property , together with the pharmacokinetic indication of short-acting drug , may characterize @DRUG$ @DRUG$ a ligand endowed with less side-effects typical of full agonits such as diazepam ( CAS 439 - 14 5 ) and alprazolam .	@DRUG$ is a short-acting drug with less side-effects typical of full agonists such as diazepam ( CAS 439 - 14 - 5 ) and alprazolam .	1
0	The remaining 127 patients received a daily dose of 10 @DRUG$ of @DRUG$ for 1 week and were monitored again at the end of this week.	The stay on 127 patients received a daily dose of ten @DRUG$ of @DRUG$ for 1 week and were monitored again at the end of this week .	at remaining 127 patients received a daily dose of 10 @DRUG$ of @DRUG$ for 1 week and were monitored again The the end of this week .	remaining 127 patients received daily dose of 10 @DRUG$ of @DRUG$ for 1 week and were monitored again at the end of this week .	@DRUG$ was administered to 127 patients in the form of 10 DRUGA per day for 1 week. These patients were then monitored again at the end of this week.	1
0	For 40% fT>MIC and >97.5% PTA, the breakpoints were 0.125 mg/@DRUG$ (500 @DRUG$ twice daily), 0.25 mg/L (250 mg three times daily and 875 mg twice daily), 0.5 mg/L (500 mg three times daily) and 1 mg/L (750, 875 or 1000 mg three times daily and 500 mg four times daily).	For twoscore % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / @DRUG$ ( d @DRUG$ doubly day by day ) , 0.25 mg / litre ( 250 mg three time day by day and 875 mg doubly day by day ) , 0.5 mg / litre ( d mg three time day by day ) and ace mg / litre ( 750 , 875 or 1000 mg three time day by day and d mg four time day by day ) .	mg 40 % fT>MIC and > 97.5 % PTA , the and were three mg / @DRUG$ ( 500 @DRUG$ twice daily ) , 0.25 mg / mg ( 250 and three times daily breakpoints 875 For twice 1 ) mg 0.5 mg / L ( 500 L 0.125 times daily ) , daily mg / L ( 750 , 875 or 1000 mg three times daily and 500 mg four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , breakpoints were 0.125 mg / @DRUG$ ( 500 @DRUG$ twice ) , 0.25 mg / L ( 250 mg times and 875 mg twice daily ) , 0.5 mg / ( 500 mg three times daily ) and 1 mg L 750 , or 1000 mg three times daily and 500 mg four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / @DRUG$ ( 500 @DRUG$ twice daily ) , 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily ) , 0.5	0
0	METHODS: Data were identified using MEDLINE and National Library of Medicine Gateway searches for English-language literature (key words: anidulafungin, esophageal candidiasis, echinocandin, @DRUG$, ravuconazole, voriconazole, posaconazole, micafungin, and @DRUG$; years: 1996-2004), and from meeting abstracts of the American Society for Blood and Marrow Transplantation (Arlington Heights, Illinois), European Congress of Clinical Microbiology and Infectious Diseases (Basel, Switzerland), International Conference on Antimicrobial Agents and Chemotherapy (Washington, DC), and Infectious Diseases Society of America (Arlington, Virginia).	method : Data were identify using medline and National Library of Medicine Gateway searches for English - language literature ( key run in : anidulafungin , esophageal candidiasis , echinocandin , @DRUG$ , ravuconazole , voriconazole , posaconazole , micafungin , and @DRUG$ ; old age : 1996-2004 ) , and from meeting abstracts of the American Society for bloodline and Marrow Transplantation ( Arlington meridian , land of lincoln ) , European Congress of Clinical microbiology and Infectious Diseases ( Basel , Switzerland ) , International Conference on Antimicrobial Agents and Chemotherapy ( Washington , DC ) , and Infectious Diseases Society of united states ( Arlington , Virginia ) .	METHODS : Data were identified using MEDLINE National and , of Medicine Gateway searches for English - language literature ( key words : anidulafungin candidiasis the Marrow , echinocandin , @DRUG$ , Chemotherapy , voriconazole , posaconazole , Society , and @DRUG$ ; years : 1996-2004 ) , and from meeting Switzerland of esophageal American micafungin for Blood and , Transplantation ( Arlington Heights , Illinois ) , European Congress of Clinical Microbiology and Infectious Diseases ) , Library abstracts ( Basel International Conference on Antimicrobial Agents and ravuconazole ( Washington , DC ) , and Infectious Diseases Society of America ( Arlington , Virginia ) .	METHODS : Data were identified using MEDLINE and National Library of Medicine Gateway searches for English - language literature ( key words : anidulafungin , esophageal candidiasis , , @DRUG$ , ravuconazole , , posaconazole , , @DRUG$ ; years : 1996-2004 ) and from meeting abstracts of the American Society for Blood and Marrow Arlington Heights , Illinois ) , European Congress of Clinical Microbiology and Infectious Diseases ( , Switzerland ) , International Conference on Antimicrobial Agents and Chemotherapy ( Washington , DC ) , and Infectious Diseases Society of America ( Arlington ) .	METHODS : Data were identified using MEDLINE and National Library of Medicine Gateway searches for English - language literature ( key words : anidulafungin , esophageal candidiasis , echinocandin , @DRUG$ , ravuconazole , voriconazole	1
1	RESULTS: The treatment of rhein markedly reduced the ALT activity, HA and PC-III concentrations, and liver @DRUG$ level in CCl4/@DRUG$-injured rats (P<0.01).	consequence : The treatment of rhein markedly reduced the ALT activeness , HA and PC - III immersion , and liver @DRUG$ level in CCl4 / @DRUG$ - injured rats ( P<0.01 ) .	RESULTS : The treatment ALT rhein markedly reduced the activity of , HA and PC - III concentrations , and liver @DRUG$ ) in CCl4 / @DRUG$ - injured rats ( P<0.01 level .	RESULTS : The of rhein markedly reduced the ALT , HA and PC - III concentrations , and @DRUG$ level CCl4 / @DRUG$ - injured rats P<0.01 )	The treatment of rhein markedly reduced the ALT activity, HA and PC-III concentrations, and liver @DRUG$ level in CCl4/@DRUG$-injured rats (P<0.01).	0
0	In particular, NAD+ serves as a substrate for ADP-ribosylation reactions and for the Sir2 family of NAD+-dependent protein deacetylases as well @DRUG$ a precursor of the calcium mobilizing molecule cADPr (cyclic ADP-@DRUG$).	In picky , NAD + serves as a substratum for ADP - ribosylation reactions and for the Sir2 family of NAD + - dependant protein deacetylases as well @DRUG$ a precursor of the calcium mobilise molecule cADPr ( cyclic ADP - @DRUG$ ) .	In particular , NAD + serves as a substrate for ADP - ribosylation reactions and ) the Sir2 family of NAD + for dependent protein deacetylases as well @DRUG$ calcium precursor of the a mobilizing molecule cADPr ( - ADP - @DRUG$ cyclic .	In particular , NAD + serves as a substrate for ADP - reactions for the Sir2 family of NAD + - dependent protein deacetylases as well @DRUG$ a precursor of the calcium mobilizing cADPr cyclic ADP - @DRUG$ ) .	@DRUG$ is a precursor of the calcium mobilizing molecule cADPr ( cyclic ADP - @DRUG$ ). This means that DRUGA is converted into cADPr, which mobilizes calcium ions.	0
0	The results indicate that, in contrast to L-@DRUG$, @DRUG$ can suppress the induction of X-ray-induced aberrations even when administered as late as 2 h after irradiation, suggesting that the effects of antipain on aberrations are not attributable to its interference with short-lived radicals within the cells.	The resultant indicate that , in contrast to L-@DRUG$ , @DRUG$ can suppress the induction of X-ray - induct aberrations even when administered as late as 2 enthalpy after irradiation , advise that the effects of antipain on aberrations are not attributable to its hitch with short-lived radicals within the cells .	The results indicate that , in contrast to L-@DRUG$ the @DRUG$ can suppress , , with of - induced aberrations even when administered as late as are h after irradiation induction suggesting that the effects X-ray antipain on aberrations 2 not attributable to its interference of short-lived radicals within the cells .	The results indicate that , in L-@DRUG$ , @DRUG$ can suppress the induction of X-ray - induced aberrations even administered as late as h after irradiation suggesting that the effects of antipain on aberrations are not attributable to its interference with short-lived radicals within the cells .	L-@DRUG$ can suppress the induction of X-ray-induced aberrations even when administered as late as 2 h after irradiation, suggesting that the effects of antipain on aberrations are not attributable to its interference with short-lived radicals within the cells.	1
0	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole, (apparent Ki = 1.6 mumol.l-1), warfarin (apparent Ki = 27 mumol.l-1), @DRUG$ (apparent Ki = 23 mumol.@DRUG$-1) and tolbutamide (apparent Ki = 128 mumol.l-1).	Studies using putative specific P450 inhibitor demonstrated inhibition of this reaction by sulfaphenazole , ( unmistakable ki = 1.6 mumol .l - 1 ) , coumadin ( unmistakable ki = twenty seven mumol .l - 1 ) , @DRUG$ ( unmistakable ki = 23 mumol .@DRUG$ - 1 ) and orinase ( unmistakable ki = 128 mumol .l- 1 ) .	Studies sulfaphenazole putative specific Ki inhibitors demonstrated inhibition ) this reaction by using , ( apparent Ki = 1.6 mumol .l - 1 ) , warfarin ( apparent Ki = 27 mumol .l - 1 of , and ( apparent P450 = 23 @DRUG$ .@DRUG$ - 1 ) mumol tolbutamide ( apparent Ki = .l- mumol 128 1 ) .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole ( apparent = 1.6 mumol .l ) , warfarin ( apparent = 27 mumol - 1 ) , @DRUG$ ( apparent Ki = 23 mumol .@DRUG$ - 1 ) and tolbutamide ( apparent Ki = 128 mumol .l- 1 ) .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole, ( apparent Ki = 1.6 mumol .l- 1 ) , warfarin ( apparent Ki = 27 mumol .l- 1 ) , @DRUG$ ( apparent Ki = 23 mum	1
0	RESULTS: There is a significant difference in weight gain between the low-fat diet and the low-fat diet + 2% w/w @DRUG$ treatment groups (@DRUG$<0.05), as well as between the high-fat diet and the high-fat diet + 2% w/w FM-VP4 treatment groups (P<0.05).	RESULTS : There is a meaning remainder in weight gain between the low-fat diet and the low-fat diet + 2 % w/w @DRUG$ intervention groups ( @DRUG$ < 0.05 ) , as substantially as between the high - blubber diet and the high - blubber diet + 2 % w/w FM - VP4 intervention groups ( P<0.05 ) .	RESULTS : There is a significant , in weight gain between the low-fat diet ) the low-fat w/w + 2 % w/w @DRUG$ treatment groups ( @DRUG$ < 0.05 diet difference as well as between the and - fat diet and the high - fat high + 2 % diet FM - VP4 treatment groups ( P<0.05 ) .	RESULTS : There is significant difference in weight gain between the diet and the low-fat diet + 2 % w/w @DRUG$ groups ( @DRUG$ 0.05 ) , as well as between the high - fat diet and the high - fat diet + % w/w FM - VP4 treatment groups ( ) .	There is a significant difference in weight gain between the low-fat diet and the low-fat diet + 2 % w/w @DRUG$ treatment groups ( @DRUG$ < 0.05 ) , as well as between the high - fat diet and the high - fat diet + 2 % w	0
0	Poor metabolizers of mephenytoin thus have a lower capacity to metabolize @DRUG$ and may therefore have an increased risk of developing concentration dependent side-effects such @DRUG$ drowsiness and hypotension, if treated with ordinary doses of carisoprodol.	hapless metabolizers of mesantoin thus have a lower capacity to metabolize @DRUG$ and may therefore have an increase risk of developing concentration dependent side-effects such @DRUG$ drowsiness and hypotension , if treated with ordinary doses of carisoprodol .	Poor metabolizers and mephenytoin dependent have a lower capacity to metabolize @DRUG$ of may and have an increased risk of developing concentration thus side-effects such @DRUG$ drowsiness therefore hypotension , if treated with ordinary doses of carisoprodol .	Poor metabolizers of mephenytoin thus have a lower capacity to metabolize @DRUG$ and may therefore have an increased risk of developing concentration dependent side-effects such @DRUG$ drowsiness and hypotension , if with doses of carisoprodol .	People who metabolize mephenytoin slowly may be more likely to experience concentration-dependent side effects such as drowsiness and hypotension if they take carisoprodol.	1
1	The studies were conducted on noninfected and Escherichia (E) coli-infected mice treated with @DRUG$ administered orally 10 times at 24-hr intervals at a dose of 2.5 @DRUG$/kg.	The canvas were conducted on noninfected and Escherichia ( tocopherol ) coli-infected mice treated with @DRUG$ administered orally 10 multiplication at 24 - hr intervals at a dose of 2.5 @DRUG$ / kg .	The studies ( conducted on noninfected and Escherichia were E ) coli-infected mice treated with @DRUG$ administered orally 10 times at 24 - / of at a dose intervals 2.5 @DRUG$ hr kg .	The studies were conducted on noninfected and Escherichia ( E ) coli-infected mice treated with @DRUG$ administered 10 times at 24 - hr intervals at a dose of 2.5 @DRUG$ / kg .	The studies were conducted on noninfected and Escherichia ( E ) coli-infected mice treated with @DRUG$ administered orally 10 times at 24 - hr intervals at a dose of 2.5 @DRUG$ / kg ."In other words, the relationship between DRUGA	0
0	The phase III study directly compared the efficacy of ABI 007 260 mg/m(2) versus paclitaxel 175 @DRUG$/@DRUG$(2).	The phase III study directly liken the efficacy of ABI 007 260 atomic number  / m( 2 ) versus paclitaxel 175 @DRUG$ / @DRUG$ ( 2 ) .	The phase mg study directly compared ( efficacy of ABI 007 260 III / m( 2 ) versus paclitaxel 175 @DRUG$ / @DRUG$ the 2 ) .	The phase study directly compared the efficacy of ABI 007 260 mg / m( ) versus paclitaxel 175 @DRUG$ @DRUG$ 2 ) .	ABI 007 260 mg / m( 2 ) was found to be more effective than paclitaxel 175 @DRUG$ / @DRUG$ ( 2 ) .	0
0	Compared with the wild-type L-TA, H44 L-TA kept its @DRUG$-threo-@DRUG$ synthesizing activity almost constant during the 20 repeated batch reactions for 100 h, yielding 4.0 mg/ml of L-threo-DOPS.	Compared with the wild- typecast L-TA , H44 L-TA kept its @DRUG$ - threo - @DRUG$ synthesise activity almost constant during the 20 repeated batch reactions for 100 henry , buckle under 4.0 mg / ml of L-threo - DOPS .	Compared with the L-TA type L-TA , , wild- kept its @DRUG$ - threo - @DRUG$ / activity almost batch during the 20 repeated constant reactions for 100 h H44 yielding 4.0 mg synthesizing ml of L-threo - DOPS .	Compared with the wild- type L-TA H44 kept its @DRUG$ - threo - @DRUG$ synthesizing activity almost constant during the 20 repeated batch reactions for 100 , yielding 4.0 / ml of L-threo - DOPS .	H44 L-TA kept its @DRUG$ - threo - @DRUG$ synthesizing activity almost constant during the 20 repeated batch reactions for 100 h, yielding 4.0 mg / ml of L-threo - DOPS.	0
0	Because I(@DRUG$) is controlled by intracellular @DRUG$ and is thus activated and inhibited by beta-adrenergic and muscarinic M2 receptor stimulation, respectively, it represents a basic physiological mechanism mediating autonomic regulation of heart rate.	Because I ( @DRUG$ ) is controlled by intracellular @DRUG$ and is thus activated and stamp down by beta-adrenergic and muscarinic m receptor stimulation , respectively , it represents a canonical physiological mechanism mediating autonomic regulation of heart rate .	Because I ( @DRUG$ it is controlled mechanism intracellular @DRUG$ and is thus activated and muscarinic by beta-adrenergic and inhibited M2 receptor stimulation , respectively , ) represents a basic physiological by mediating autonomic regulation of heart rate .	Because I ( @DRUG$ ) is controlled by @DRUG$ and is thus activated and inhibited by beta-adrenergic and muscarinic M2 receptor stimulation , respectively , it represents a basic physiological mechanism mediating of heart rate .	@DRUG$ is controlled by intracellular @DRUG$, which is activated and inhibited by beta-adrenergic and muscarinic M2 receptor stimulation, respectively. This represents a basic physiological mechanism mediating autonomic regulation of heart rate.	0
0	In rats, the lesopitron plasma concentrations were similar to those obtained for its metabolites (5-hydroxylesopitron and PmP), whereas in dogs, the @DRUG$ plasma concentrations were higher than those for @DRUG$ and 5-hydroxylesopitron.	In stag , the lesopitron plasma concentrations were standardized to those obtained for its metabolite ( 5- hydroxylesopitron and PmP ) , whereas in frank , the @DRUG$ plasma concentrations were higher than those for @DRUG$ and 5 - hydroxylesopitron .	In rats , the ( metabolites concentrations hydroxylesopitron similar to those obtained for its were lesopitron 5- plasma and PmP ) , whereas in dogs , the @DRUG$ plasma concentrations were higher than those for @DRUG$ and 5 - hydroxylesopitron .	In rats , lesopitron plasma concentrations were similar to those obtained for its metabolites ( 5- hydroxylesopitron and PmP ) , whereas in dogs , the @DRUG$ plasma concentrations were higher than those for @DRUG$ and 5 hydroxylesopitron .	In rats, the lesopitron plasma concentrations were similar to those obtained for its metabolites (5-hydroxylesopitron and PmP), whereas in dogs, the @DRUG$ plasma concentrations were higher than those for @DRUG$ and 5-hydroxylesopitron.	0
0	Recently, @DRUG$, an inhibitor of @DRUG$, VEGF receptors, and AXL, was approved by the FDA and European Commission based on improved progression-free survival (PFS), overall survival (OS), and objective response rate (ORR) compared to standard of care treatment with everolimus in a randomized phase 3 trial in advanced RCC after prior VEGFR-tyrosine kinase inhibitor (TKI) therapy.	Recently , @DRUG$ , an inhibitor of @DRUG$ , VEGF receptors , and AXL , was approved by the FDA and European mission based on improved progression - free survival ( PFS ) , overall survival ( OS ) , and objective reaction rate ( orr ) compare to standard of worry discussion with everolimus in a randomized phase 3 trial in sophisticated RCC after prior VEGFR - tyrosine kinase inhibitor ( TKI ) therapy .	Recently , @DRUG$ , an inhibitor of @DRUG$ , approved receptors , and AXL , was VEGF by the FDA progression European trial 3 on improved and - free survival ( PFS ) phase overall survival ( OS ) , and objective response rate ( ORR ) compared to standard of care treatment with everolimus in a , randomized based Commission in advanced RCC after prior VEGFR - tyrosine kinase inhibitor therapy TKI ) ( .	Recently , @DRUG$ an inhibitor of @DRUG$ , VEGF receptors , and , was approved by the FDA and European Commission based on improved progression free survival ( PFS ) , overall survival ( OS ) , and response rate ( ORR ) compared to of care treatment with everolimus in a randomized phase 3 trial in advanced RCC prior VEGFR - kinase inhibitor ( TKI therapy .	@DRUG$ is an inhibitor of @DRUG$, which is a protein that helps tumors grow and spread. DRUGA was approved by the FDA and European Commission based on improved progression-free survival (PFS), overall survival (OS), and objective response rate (ORR) compared to standard	0
1	However, the drug requires boosting and this leads to a number of drug-drug interactions and necessary dose adjustment when dosing with certain drugs, including dose reduction in the presence of atazanavir, lopinavir, @DRUG$, and ketoconazole, and dose increase for ethinyl estradiol when co-administered with boosted @DRUG$.	However , the drug requires hike and this leads to a identification number of drug-drug interactions and requirement dose adjustment when dosing with certain drugs , including dose reduction in the bearing of atazanavir , lopinavir , @DRUG$ , and ketoconazole , and dose increase for ethinyl estradiol when co-administered with advance @DRUG$ .	However , the drug requires boosting and this leads to a number presence drug-drug interactions with necessary estradiol adjustment of dosing with certain drugs , and dose reduction in the when of atazanavir , lopinavir , @DRUG$ , and ketoconazole , including dose increase for ethinyl dose when co-administered and boosted @DRUG$ .	However , the drug requires boosting and this to number drug-drug interactions and necessary dose when dosing with certain drugs , including dose reduction in the presence of atazanavir , lopinavir , @DRUG$ , and ketoconazole and dose increase for ethinyl estradiol when co-administered with boosted @DRUG$ .	However, when taking @DRUG$, you may need to adjust your dose of other drugs, including @DRUG$, depending on the drug's interactions with DRUGA.	0
0	Washed cells harvested from oil-based medium at 64 hours and resuspended in buffer produce up to 700 @DRUG$/ml @DRUG$ in 60 hours when supplemented with a carbon source, optimally glucose.	Washed jail cell harvested from oil- based metier at 64 hours and resuspend in buffer produce up to 700 @DRUG$ / ml @DRUG$ in 60 hours when supplemented with a carbon source , optimally glucose .	Washed cells harvested produce buffer based medium at 64 hours and resuspended in oil- from up to 700 @DRUG$ / 60 @DRUG$ in ml hours when supplemented with a carbon source , optimally glucose .	Washed cells harvested from oil- based medium at 64 hours resuspended in buffer produce up to 700 @DRUG$ / ml @DRUG$ in 60 hours when supplemented a carbon source , optimally glucose .	Washed cells harvested from oil- based medium at 64 hours and resuspended in buffer produce up to 700 @DRUG$ / ml @DRUG$ in 60 hours when supplemented with a carbon source, optimally glucose."In other words, DRUGA and DRUGB are produced in	0
0	The approved dosing of lapatinib is 1,250 mg PO QD given continuously in combination with @DRUG$ 2,000 mg/@DRUG$(2) daily administered in 2 divided doses on days 1 to 14 of a 21-day cycle.	The approved dosing of lapatinib is 1,250 mg PO QD given endlessly in combination with @DRUG$ 2,000 mg / @DRUG$ ( 2 ) daily parcel out in 2 divided doses on days  to xiv of a 21 - day cycle .	The approved dosing of lapatinib day 1,250 2 PO QD given continuously in combination administered @DRUG$ 2,000 mg / @DRUG$ ( mg ) daily with in 2 divided doses on days 1 to 14 of a 21 - cycle is .	The approved dosing of lapatinib is 1,250 mg PO QD given continuously in combination with @DRUG$ 2,000 mg / @DRUG$ ( 2 ) daily in 2 divided doses on 1 14 of a 21 - day cycle	Lapatinib is to be taken orally once a day, in combination with @DRUG$ (2,000 mg/day) administered in two divided doses on days 1 to 14 of a 21-day cycle.	1
0	HbA decreased on @DRUG$ (7.47+/-1.44 to 7.12+/-1.13%; @DRUG$ = 0.013) versus no change on placebo.	HbA decreased on @DRUG$ ( 7.47+/-1.44 to 7.12+/-1.13 % ; @DRUG$ = 0.013 ) versus no transfer on placebo .	HbA decreased 0.013 @DRUG$ ( 7.47+/-1.44 to 7.12+/-1.13 % ; @DRUG$ = on change versus no ) on placebo .	HbA decreased on @DRUG$ ( 7.47+/-1.44 to 7.12+/-1.13 % ; @DRUG$ = 0.013 ) versus no change on placebo .	HbA decreased on @DRUG$ ( 7.47+/-1.44 to 7.12+/-1.13 % ; @DRUG$ = 0.013 ) versus no change on placebo ."In other words, DRUGA caused a decrease in HbA levels,	0
0	Degarelix induced rapid luteinizing hormone suppression and fast, profound and sustained suppression of serum @DRUG$ (<or=0.5 ng/ml), with additional rapid and sustained reductions in @DRUG$ and prostate-specific antigen.	Degarelix induced speedy luteinizing internal secretion suppression and fast , profound and sustained suppression of serum @DRUG$ ( < or=0.5 nanogram / ml ) , with additional speedy and sustained reductions in @DRUG$ and prostate -specific antigen .	Degarelix < rapid luteinizing hormone suppression and induced , profound and sustained suppression of serum @DRUG$ ( fast or=0.5 ng / ml ) , with additional sustained and rapid reductions in @DRUG$ and prostate -specific antigen .	Degarelix induced rapid luteinizing hormone suppression and fast profound and suppression of serum @DRUG$ ( or=0.5 ng / ml ) , with additional rapid and reductions @DRUG$ and prostate antigen .	Degarelix causes a rapid decrease in luteinizing hormone levels, and a fast, profound, and sustained decrease in serum levels of @DRUG$, with additional rapid and sustained reductions in @DRUG$ and prostate-specific antigen.	0
0	In consideration of the @DRUG$ values and the concentration of @DRUG$ and desmethylazelastine in human livers after chronic oral administration of azelastine, the possibility of in vivo drug interaction of azelastine and other drugs that are mainly metabolized by CYP2D6 was suggested although it might not cause critical side effects.	In consideration of the @DRUG$ values and the concentration of @DRUG$ and desmethylazelastine in human livers after inveterate oral administration of azelastine , the possibility of in vivo drug interaction of azelastine and other drugs that are principally metabolize by CYP2D6 was suggested although it might not stimulate decisive side effects .	In consideration of the @DRUG$ values and critical concentration of @DRUG$ and desmethylazelastine in human it after chronic oral administration of azelastine metabolized the possibility of in vivo other interaction of azelastine and the drugs that are mainly , by CYP2D6 was suggested although livers might not cause drug side effects .	In consideration of the @DRUG$ values and the concentration of @DRUG$ and desmethylazelastine in livers after chronic administration of azelastine , the of in vivo drug interaction of azelastine and other drugs that are mainly metabolized by CYP2D6 was suggested although it might not cause critical side effects	The concentration of @DRUG$ in human livers after chronic oral administration of azelastine suggests the possibility of in vivo drug interaction of azelastine and other drugs that are mainly metabolized by CYP2D6.	1
0	In the present study, animals with HF were treated with an oral administration of 10 mg/kg/day captopril, 10 @DRUG$/kg/day @DRUG$ and 3 mg/kg/day trandolapril from the 2nd to 12th week after the operation.	In the present study , fauna with HF were treated with an oral administration of 10 mg / kilogram / day capoten , 10 @DRUG$ / kilogram / day @DRUG$ and 3 mg / kilogram / day trandolapril from the second to 12th week after the operation .	/ the present study , animals with HF were to with an oral administration of 10 mg kg kg In day captopril , trandolapril @DRUG$ / / / day @DRUG$ and 3 mg / kg / day 10 from the 2nd treated 12th week after the operation .	In present study , animals with HF were treated an oral administration of 10 mg / kg / captopril , 10 @DRUG$ / / day @DRUG$ and 3 mg / / day trandolapril from the 2nd to 12th week after the operation .	Animals with HF were treated with an oral administration of 10 mg / kg / day captopril , 10 @DRUG$ / kg / day @DRUG$ and 3 mg / kg / day trandolapril from the 2nd to 12th week after the operation .	0
1	Although naproxen sodium provided more rapid pain relief than @DRUG$ in patients with primary dysmenorrhoea, the reverse was true after orthopaedic surgery: rofecoxib provided more rapid pain relief and less supplemental @DRUG$ was needed.	Although naprosyn sodium provided more speedy pain relief than @DRUG$ in patients with primary dysmenorrhoea , the reverse was true after orthopaedic surgical procedure : rofecoxib provided more speedy pain relief and less supplemental @DRUG$ was needed .	Although naproxen sodium provided more rapid pain relief than @DRUG$ in more with primary dysmenorrhoea , was reverse was true after orthopaedic surgery : rofecoxib provided patients rapid pain relief the less supplemental @DRUG$ and needed .	Although naproxen sodium provided more rapid pain relief than @DRUG$ in patients with dysmenorrhoea , the reverse was true orthopaedic : rofecoxib provided more rapid pain relief and less supplemental @DRUG$ needed	Naproxen sodium is more effective than @DRUG$ in relieving pain in women with primary dysmenorrhea, but rofecoxib is more effective than naproxen sodium in relieving pain after orthopedic surgery.	1
0	Sertindole is at least as effective @DRUG$ haloperidol and @DRUG$ in the treatment of neuroleptic-responsive schizophrenia.	Sertindole is at least as efficient @DRUG$ haloperidol and @DRUG$ in the treatment of neuroleptic -responsive schizophrenia .	-responsive is at least as effective @DRUG$ haloperidol and @DRUG$ in the treatment of neuroleptic Sertindole schizophrenia .	at least as @DRUG$ haloperidol and @DRUG$ in the treatment of neuroleptic -responsive schizophrenia .	Sertindole is just as effective as haloperidol in the treatment of neuroleptic -responsive schizophrenia .	1
1	Against Pseudomonas aeruginosa @DRUG$ is at least fourfold more active than @DRUG$ or moxalactam and is approximately as active as azlocillin or piperacillin.	Against Pseudomonas aeruginosa @DRUG$ is at least quadruplicate more active than @DRUG$ or moxalactam and is approximately as active as azlocillin or pipracil .	Against Pseudomonas moxalactam @DRUG$ is at least fourfold more active than @DRUG$ or aeruginosa and is approximately as piperacillin as azlocillin or active .	Against Pseudomonas @DRUG$ is at least more active than @DRUG$ or moxalactam and is approximately as active as or piperacillin .	@DRUG$ is at least fourfold more active than @DRUG$ or moxalactam, and is approximately as active as azlocillin or piperacillin.	0
0	A double-blind placebo-controlled study was carried out to assess the therapeutic effects of @DRUG$, a purified hydrated aluminium magnesium silicate, @DRUG$ an additional agent to oral rehydration solutions in 30 adults with mild-to-moderate acute diarrhoea where no bacterial or protozoal causes could be identified.	A double- blind placebo-controlled study was dribble out to assess the therapeutic effects of @DRUG$ , a purified hydrated aluminium magnesium silicate , @DRUG$ an additional factor to oral rehydration solutions in 30 grownup with mild - to-moderate acute diarrhea where no bacterial or protozoal causal agency could be identified .	hydrated double- blind placebo-controlled A was carried out to-moderate assess the to effects of @DRUG$ , a purified study aluminium magnesium silicate , @DRUG$ an additional agent diarrhoea oral rehydration solutions in 30 adults with mild - to acute therapeutic where no bacterial or protozoal causes could be identified .	A double- blind study was carried out to assess the therapeutic effects of @DRUG$ , a purified aluminium magnesium silicate , @DRUG$ an additional oral solutions in 30 adults with mild - to-moderate diarrhoea where no bacterial or protozoal causes could be identified .	A double- blind placebo-controlled study was carried out to assess the therapeutic effects of @DRUG$ and @DRUG$ an additional agent to oral rehydration solutions in 30 adults with mild - to-moderate acute diarrhoea where no bacterial or protozoal causes could be identified .	0
0	Other classes of drugs that demonstrated inhibition of aldehyde oxidase included phenothiazines, tricyclic antidepressants, tricyclic atypical antipsychotic agents, and dihydropyridine @DRUG$ channel blockers, along with some other drugs, including loratadine, cyclobenzaprine, @DRUG$, maprotiline, ondansetron, propafenone, domperidone, quinacrine, ketoconazole, verapamil, tacrine, and salmeterol.	early classes of drugs that demonstrated inhibition of aldehyde oxidase admit phenothiazines , tricyclic antidepressant drug , tricyclic atypical antipsychotic agent agents , and dihydropyridine @DRUG$ carry blockers , along with some other drugs , including loratadine , cyclobenzaprine , @DRUG$ , maprotiline , ondansetron , propafenone , domperidone , quinacrine , ketoconazole , verapamil , tacrine , and salmeterol .	Other classes of drugs that demonstrated inhibition , aldehyde oxidase , phenothiazines included tricyclic antidepressants , , atypical antipsychotic agents other and dihydropyridine @DRUG$ channel blockers , along with some , drugs , , loratadine of cyclobenzaprine , @DRUG$ tricyclic maprotiline , ondansetron , propafenone including domperidone , quinacrine , ketoconazole , verapamil , tacrine , and salmeterol .	Other classes of drugs that demonstrated inhibition of aldehyde oxidase included phenothiazines , tricyclic antidepressants , atypical antipsychotic agents , and dihydropyridine @DRUG$ blockers , along with some other drugs , including loratadine , cyclobenzaprine , @DRUG$ , maprotiline , ondansetron , propafenone , domperidone , quinacrine , ketoconazole , verapamil , , salmeterol	Some other drugs, including loratadine, cyclobenzaprine, @DRUG$, maprotiline, ondansetron, propafenone, domperidone, quinacrine, ketoconazole, verapamil, tacrine,	1
1	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, @DRUG$ 10 or 20 mg/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, @DRUG$ 20 mg/d, perindopril 4 mg/d, and verapamil ER 120 to 240 mg/d.	In comparative trials in the management of hypertension , trandolapril single to 4 mg /d was statistically undistinguishable from or superordinate to captopril 100 mg/d , @DRUG$ 10 or  mg /d , hydrochlorothiazide ( HCTZ ) xxv mg /d , nifedipine ER 30 or  mg/d , @DRUG$  mg /d , perindopril 4 mg /d , and verapamil ER 120 to 240 mg/d .	In comparative trials in the management of hypertension , trandolapril 1 /d 4 mg /d , statistically indistinguishable from or 240 , captopril 100 mg/d to @DRUG$ 10 or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 mg /d superior , ER 30 or 40 mg/d , @DRUG$ 20 mg to was perindopril 4 mg /d nifedipine and verapamil ER 120 to , mg/d .	In comparative trials in the management of , trandolapril to 4 mg /d was statistically indistinguishable from or superior to captopril 100 mg/d , @DRUG$ 10 or 20 mg , hydrochlorothiazide ( HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg/d @DRUG$ 20 mg /d perindopril 4 mg /d , and verapamil ER to 240 mg/d .	@DRUG$ is statistically indistinguishable from or superior to captopril, @DRUG$, HCTZ, nifedipine ER, and verapamil ER in the management of hypertension.	0
0	Retigabine (300 nm-10 microm) reversed the inhibitory action of @DRUG$ on KCNQ2/Q3 channels as well @DRUG$ the depolarization of the membrane potential.	Retigabine ( 300 nm -10 microm ) reversed the repressive action of @DRUG$ on KCNQ2 / Q3 channels as well @DRUG$ the depolarization of the membrane potential difference .	Retigabine ( 300 nm -10 microm ) reversed the inhibitory action of @DRUG$ on membrane / the channels as well @DRUG$ the depolarization of Q3 KCNQ2 potential .	Retigabine ( 300 nm -10 microm ) reversed the inhibitory action of @DRUG$ on KCNQ2 / Q3 channels as well @DRUG$ the depolarization of the membrane potential .	Retigabine ( 300 nm -10 microm ) reversed the inhibitory action of @DRUG$ on KCNQ2 / Q3 channels as well @DRUG$ the depolarization of the membrane potential ."Retigabine (300 nm-10 microm) reversed the	0
0	Small-conductance @DRUG$-activated potassium channels (SK channels) are gated solely by intracellular @DRUG$ and their activity is responsible for the slow afterhyperpolarization (AHP) that follows an action potential in many excitable cells.	Small-conductance @DRUG$ - activated potassium channels ( SK channels ) are gated solely by intracellular @DRUG$ and their activity is creditworthy for the slow afterhyperpolarization ( AHP ) that follows an action potential in many irritable electric cell .	Small-conductance @DRUG$ - activated potassium channels ( are channels ) SK gated solely by afterhyperpolarization @DRUG$ and their activity is responsible potential the slow intracellular ( AHP ) that follows an action for in many excitable cells .	Small-conductance @DRUG$ - activated potassium channels ( SK channels ) are gated solely by intracellular @DRUG$ and their activity is responsible for the slow ( AHP that follows action potential in many excitable cells .	Small-conductance @DRUG$ - activated potassium channels ( SK channels ) are opened by intracellular @DRUG$ and their activity is responsible for the slow afterhyperpolarization ( AHP ) that follows an action potential in many excitable cells .	0
0	Vitamin B12 (cyancobalamin, Cbl) has two active @DRUG$-enzyme forms, methylcobalamin (MeCbl) and @DRUG$ (AdCbl).	vitamin B12 ( cyancobalamin , Cbl ) has deuce active @DRUG$ - enzyme forms , methylcobalamin ( MeCbl ) and @DRUG$ ( AdCbl ) .	Vitamin B12 ( cyancobalamin ) AdCbl ) has two active @DRUG$ - enzyme forms , methylcobalamin ( MeCbl , and @DRUG$ ( Cbl ) .	B12 ( cyancobalamin , Cbl ) has two active @DRUG$ - enzyme forms , ( MeCbl ) and @DRUG$ ( AdCbl ) .	Vitamin B12 ( cyancobalamin , Cbl ) has two active enzyme forms , methylcobalamin ( MeCbl ) and adenosylcobalamin ( AdCbl ) .	1
0	It is as effective @DRUG$ other antidepressants and may have a more rapid onset of action than selective @DRUG$ reuptake inhibitors (SSRIs).	It is as effective @DRUG$ other antidepressants and crataegus oxycantha have a more speedy onset of action than selective @DRUG$ reuptake inhibitors ( SSRIs ) .	It ) as effective @DRUG$ rapid antidepressants and may have a more other onset of action than selective @DRUG$ reuptake inhibitors ( SSRIs is .	It is as effective @DRUG$ antidepressants and may have a more onset of action than selective @DRUG$ reuptake inhibitors ( SSRIs ) .	@DRUG$ is just as effective as other antidepressants, and it may have a more rapid onset of action than SSRIs.	1
0	@DRUG$ is concluded to be a highly potent and efficacious dopamine-D2 antagonist with concomitant, equivalent @DRUG$ 5-HT2 antagonism.	@DRUG$ is concluded to be a highly potent and effective dopamine - D2 antagonist with concomitant , equivalent weight @DRUG$ 5 - HT2 antagonism .	@DRUG$ is concluded to D2 a highly potent and - dopamine efficacious be antagonist with concomitant , equivalent @DRUG$ 5 - HT2 antagonism .	@DRUG$ is concluded to be a highly potent and efficacious - D2 antagonist with concomitant , @DRUG$ 5 - HT2 antagonism .	@DRUG$ is a powerful drug that blocks dopamine receptors (D2 receptors) and also blocks serotonin receptors (5-HT2 receptors).	1
0	Following administration of 500 mg the areas were: 2325 (389) nmol/l, 1793 (312) nmol/@DRUG$, 1778 (239) nmol/l, 1178 (209) nmol/l, and 556 (89) nmol/l for Gestapuran, Leo formulation A (P = n.s.), Leo formulation B (P = n.s.), Provera (P less than 0.001), and Lutopolar (@DRUG$ less than 0.001), respectively.	Following administration of five hundred magnesium the country were : 2325 ( 389 ) nmol/l , 1793 ( 312 ) nmol / @DRUG$ , 1778 ( 239 ) nmol/l , 1178 ( 209 ) nmol/l , and 556 ( 89 ) nmol / liter for Gestapuran , Leo preparation type a ( p = n.s. ) , Leo preparation B ( p = n.s. ) , Provera ( p less than 0.001 ) , and Lutopolar ( @DRUG$ less than 0.001 ) , severally .	Following administration 0.001 500 ) ) areas were P 2325 ( 389 ) respectively , 1793 ( 312 ) nmol / @DRUG$ , 1778 ( 239 the nmol/l , 1178 = 209 mg nmol/l , and 556 ( 89 ) nmol / l for Gestapuran , Leo formulation A ( P = n.s. ) , Leo formulation B ( P ( less ) , Provera ( : n.s. than 0.001 ) , and Lutopolar ( @DRUG$ less than of ) , nmol/l .	Following administration of 500 mg the areas were : 2325 389 ) nmol/l , 1793 ( ) nmol / @DRUG$ , 1778 ( 239 ) nmol/l , 1178 ( 209 ) , and 556 ( 89 ) nmol / l for Gestapuran , Leo A ( P = n.s. ) , Leo formulation B ( P = n.s. ) , Provera ( P less than 0.001 ) , and Lutopolar ( @DRUG$ 0.001 ) , respectively	Following administration of 500 mg the areas were : 2325 ( 389 ) nmol/l , 1793 ( 312 ) nmol / @DRUG$ , 1778 ( 239 ) nmol/l , 1178 ( 209 ) nmol/l , and 556 ( 89 ) nmol /	1
1	More recently, @DRUG$ 10mg was shown to be more effective than zolmitriptan 2.5mg or @DRUG$ 2.5mg at producing a pain-free state 2 hours postdose.	more than recently , @DRUG$ 10 mg was shown to be more effective than zolmitriptan 2.5 mg or @DRUG$ 2.5 mg at farm a pain-free state 2 hours postdose .	More recently , @DRUG$ 10 mg was shown postdose be more effective than zolmitriptan 2.5 mg 2 @DRUG$ 2.5 mg at producing a pain-free state or hours to .	More recently , @DRUG$ 10 mg was shown to be more effective than zolmitriptan 2.5 mg or @DRUG$ 2.5 mg at pain-free 2 postdose	@DRUG$ is more effective than zolmitriptan 2.5 mg or @DRUG$ 2.5 mg at producing a pain-free state 2 hours postdose.	0
0	@DRUG$ mesylate in dose of 600 mg @DRUG$.o. qd.	@DRUG$ mesylate in dose of 600 mg @DRUG$ .o. qd .	@DRUG$ mesylate 600 dose of in mg @DRUG$ .o. qd .	@DRUG$ mesylate dose of mg @DRUG$ .o. qd .	@DRUG$ is given in a dose of 600 mg, and @DRUG$ is given orally once a day.	0
0	Cells were exposed to contact allergens (2-bromo-2-bromomethyl glutaronitrile, cinnamaldehyde, citral, diethylmaleate, dinitrochlorobenzene, glyoxal, 2-mercaptobenzothiazole, nickel sulfate, 4-nitrobenzylbromide, oxazolone, penicillin G, @DRUG$, tetramethylthiuram disulfide), to pre- pro-haptens (cinnamyl alcohol, @DRUG$, isoeugenol, p-phenylediamine), to respiratory allergens (ammonium hexachloroplatinate, diphenylmethane diisocyanate, glutaraldehyde, hexamethylenediisocyanate, maleic anhydride, trimellitic anhydride) and to irritants (benzaldehyde, cholorobenzene, diethylphtalate, hydrobenzoic acid, lactic acid, octanoic acid, phenol, salicylic acid, sodium lauryl sulphate, sulfamic acid).	cellular telephone were exposed to link allergens ( two - bromo - two - bromomethyl glutaronitrile , cinnamaldehyde , citral , diethylmaleate , dinitrochlorobenzene , glyoxal , two - mercaptobenzothiazole , ni sulphate , 4 - nitrobenzylbromide , oxazolone , penicillin gramme , @DRUG$ , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl alcohol , @DRUG$ , isoeugenol , p-phenylediamine ) , to respiratory allergens ( ammonium ion hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritant ( benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acerbic , lactic acerbic , octanoic acerbic , hydroxybenzene , salicylic acerbic , na lauryl sulphate , sulfamic acerbic ) .	allergens were exposed to contact allergens ( acid - bromo - hexamethylenediisocyanate - , glutaronitrile , cinnamaldehyde , citral , diethylmaleate , dinitrochlorobenzene , glyoxal , 2 acid mercaptobenzothiazole , nickel sulfate , 4 - nitrobenzylbromide , oxazolone , penicillin G , @DRUG$ , tetramethylthiuram disulfide ) , sulfamic pre- pro-haptens ( cinnamyl alcohol , @DRUG$ , , , p-phenylediamine ) , to , Cells ( ammonium hexachloroplatinate , diphenylmethane diisocyanate isoeugenol glutaraldehyde , 2 , maleic , , trimellitic anhydride ) and to irritants ( benzaldehyde , cholorobenzene 2 diethylphtalate , hydrobenzoic bromomethyl , lactic acid , octanoic acid respiratory phenol , salicylic - anhydride sodium lauryl sulphate , to acid ) .	Cells were exposed to contact allergens ( - bromo - 2 - bromomethyl glutaronitrile , , citral , diethylmaleate , dinitrochlorobenzene glyoxal , 2 mercaptobenzothiazole , nickel sulfate - nitrobenzylbromide oxazolone penicillin G , @DRUG$ , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl alcohol , @DRUG$ , isoeugenol , p-phenylediamine ) , to respiratory allergens ( ammonium hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritants ( benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acid , lactic acid , octanoic acid , phenol , acid lauryl sulphate , sulfamic acid ) .	Cells were exposed to contact allergens (substances that can cause an allergic reaction), to pre-pro-haptens (substances that can cause an allergic reaction if they come into contact with the skin), to respiratory allergens (substances that can cause an allergic reaction	1
0	@DRUG$-1): 0.03 +/- 0.03 and hydroxy @DRUG$: 0.02 +/- 0.02] is a minor elimination pathway.	@DRUG$ -1 ) : 0.03 +/- 0.03 and hydroxy @DRUG$ : 0.02 +/- 0.02 ] is a minor voiding nerve tract .	@DRUG$ -1 0.02 : 0.03 elimination 0.03 and hydroxy @DRUG$ : ) +/- 0.02 ] is a minor +/- pathway .	@DRUG$ -1 ) : 0.03 +/- 0.03 and hydroxy @DRUG$ : 0.02 +/- 0.02 ] is a minor elimination pathway .	@DRUG$ is eliminated from the body at a rate of 0.03 +/- 0.03, while hydroxy @DRUG$ is eliminated at a rate of 0.02 +/- 0.02.	0
0	@DRUG$ is oxidized to @DRUG$ (DHAA) when used as an enzyme cofactor or free radical scavenger.	@DRUG$ is oxidized to @DRUG$ ( DHAA ) when used as an enzyme cofactor or free root word scavenger .	@DRUG$ is oxidized radical @DRUG$ ( DHAA ) when used as an enzyme cofactor or free to scavenger .	@DRUG$ is oxidized to @DRUG$ ( ) when used as an or free scavenger .	@DRUG$ is converted to @DRUG$ when it is used as an enzyme cofactor or free radical scavenger.	0
0	Both produced similar initial rises in serum 25OHD over the first 3 d, but 25OHD continued to rise in the D(3)-treated subjects, peaking at 14 d, whereas serum 25OHD fell rapidly in the D(2)-treated subjects and was not different from baseline at 14 d. Area under the curve (AUC) to d 28 was 60.2 @DRUG$.d/ml (150.5 nmol.d/liter) for @DRUG$(2) and 204.7 (511.8) for vitamin D(3) (P < 0.002).	Both produced similar initial rises in serum 25OHD over the initiative triad d , but 25OHD proceed to rise in the vitamin d ( triad ) - treated matter , peaking at 14 d , whereas serum 25OHD fell rapidly in the vitamin d ( 2 ) - treated matter and was not unlike from baseline at 14 d. Area under the bend ( AUC ) to d 28 was 60.2 @DRUG$.d / cubic centimetre ( 150.5 nmol.d/ l ) for @DRUG$ ( 2 ) and 204.7 ( 511.8 ) for vitamin vitamin d ( triad ) ( P < 0.002 ) .	Both produced vitamin initial rises in serum serum over was first 3 d , in 25OHD continued to rise not the D ( 3 ) - treated ( , peaking at ) d , whereas 25OHD 25OHD P rapidly similar the D ( 2 ) - treated subjects and was in different from baseline at 14 d. Area under the curve ( AUC ) to d 28 the 60.2 @DRUG$.d / ml ( 150.5 nmol.d/ liter ) for @DRUG$ ( 2 ) and 204.7 ( 511.8 ) for but D ( 3 14 subjects fell < 0.002 ) .	Both produced similar initial rises in serum 25OHD over the first 3 d , but 25OHD continued rise in the D ( ) - treated subjects , peaking at 14 , whereas serum 25OHD fell rapidly in the D ( 2 ) - treated subjects and was not different from baseline at d. Area under the curve ( AUC to d was 60.2 / ( 150.5 nmol.d/ liter ) for @DRUG$ 2 ) and 204.7 ( 511.8 ) for vitamin D ( 3 ) ( < 0.002 ) .	Both drugs produced similar initial rises in serum 25OHD over the first 3 days, but 25OHD continued to rise in the D3-treated subjects, peaking at 14 days, whereas serum 25OHD fell rapidly in the D2-treated subjects and was not different from baseline at 14	1
0	The absorption and excretion of @DRUG$ as well @DRUG$ hypo- and hypermagnesaemia will be addressed.	The absorption and excretion of @DRUG$ as advantageously @DRUG$ hypo- and hypermagnesaemia will be addressed .	well absorption and excretion of @DRUG$ as The @DRUG$ hypo- and hypermagnesaemia will be addressed .	absorption and excretion @DRUG$ as well @DRUG$ hypo- and hypermagnesaemia will be addressed .	The absorption and excretion of @DRUG$ as well as @DRUG$'s effects on hypo- and hypermagnesaemia will be addressed.	0
0	MTA predictions identified OATP1B1 and OATP1B3 @DRUG$ major determinants of @DRUG$ uptake in vivo.	MTA anticipation identified OATP1B1 and OATP1B3 @DRUG$ major determinants of @DRUG$ uptake in vivo .	MTA OATP1B3 identified OATP1B1 and predictions @DRUG$ major determinants of @DRUG$ uptake in vivo .	MTA predictions identified OATP1B1 and OATP1B3 @DRUG$ major determinants of @DRUG$ uptake in vivo .	The uptake of @DRUG$ by the body is largely determined by the presence of the proteins OATP1B1 and OATP1B3.	1
0	At growth-inhibiting concentrations, @DRUG$ inhibited IGF1R phosphorylation; 17-AAG induced loss of EGFR, IGF1R, and VEGFR2; and @DRUG$ increased p21(CDKN1A) expression without inhibiting VEGFR2 phosphorylation.	At growth- inhibiting tightness , @DRUG$ inhibited IGF1R phosphorylation ; 17 - AAG have loss of EGFR , IGF1R , and VEGFR2 ; and @DRUG$ increase p21 ( CDKN1A ) expression without inhibiting VEGFR2 phosphorylation .	At growth- inhibiting , and @DRUG$ inhibited IGF1R phosphorylation ; 17 - AAG induced loss of EGFR , IGF1R concentrations ; VEGFR2 and , @DRUG$ increased p21 ( CDKN1A ) expression without inhibiting VEGFR2 phosphorylation .	growth- inhibiting concentrations , @DRUG$ inhibited IGF1R phosphorylation ; 17 - AAG loss of EGFR , IGF1R , and VEGFR2 ; and @DRUG$ p21 ( CDKN1A expression inhibiting VEGFR2 phosphorylation .	At growth- inhibiting concentrations, @DRUG$ inhibited IGF1R phosphorylation; 17-AAG induced loss of EGFR, IGF1R, and VEGFR2; and @DRUG$ increased p21 (CDKN1A) expression without inhibiting VEGFR2 phosph	0
0	Response rate to valsartan 160 mg o.d. is significantly greater than after receiving losartan 100 mg o.@DRUG$. @DRUG$ has additive effects with other antihypertensive drugs and combination therapy is effective in severe hypertension and in hypertension with renal insufficiency, where renal function is well maintained.	Response rate to valsartan 160 mg o.d. is importantly greater than after receiving losartan one hundred mg o.@DRUG$ . @DRUG$ has additive effects with other antihypertensive do drugs and combination therapy is effective in wicked hypertension and in hypertension with renal insufficiency , where renal function is well maintained .	Response effective to valsartan losartan mg o.d. is significantly 100 than after is 160 greater mg o.@DRUG$ . @DRUG$ has additive effects with other antihypertensive drugs and combination therapy is rate in severe hypertension and in hypertension with renal insufficiency , where renal function receiving well maintained .	Response rate to valsartan 160 mg o.d. is significantly greater than after losartan 100 mg . @DRUG$ has effects with other antihypertensive drugs and combination is in severe hypertension in with renal insufficiency , where renal function is well maintained .	The response rate to valsartan 160 mg o.d. is significantly greater than after receiving losartan 100 mg o.d. @DRUG$ has additive effects with other antihypertensive drugs and combination therapy is effective in severe hypertension and in hypertension with renal insufficiency, where	1
0	A comparison of sodium @DRUG$ edetate (edetate calcium disodium) and succimer (@DRUG$) in the treatment of inorganic lead poisoning.	A comparing of sodium @DRUG$ edetate ( edetate calcium disodium ) and succimer ( @DRUG$ ) in the intervention of inorganic lead poisoning .	A comparison of sodium @DRUG$ edetate ( calcium in disodium ) and succimer ( @DRUG$ ) edetate the treatment of inorganic lead poisoning .	A comparison of sodium @DRUG$ edetate ( edetate calcium ) and succimer ( @DRUG$ ) in the treatment of inorganic poisoning	Sodium @DRUG$ edetate is a chelating agent that is used to treat inorganic lead poisoning, while succimer is a chelating agent that is used to treat mercury poisoning.	1
0	After 20 weeks of sucrose loading, @DRUG$ (16:1 n-7) and @DRUG$ (18:1 n-9), the major components of monounsaturated fatty acid, showed a ubiquitous increase in plasma and all tissues analyzed.	later on 20 weeks of sucrose load up , @DRUG$ ( 16:1 n- septenary ) and @DRUG$ ( 18:1 n- 9 ) , the major components of monounsaturated fatty acid , express a ubiquitous increase in plasma and all tissues analyzed .	After 20 and increase sucrose loading all @DRUG$ 7 16:1 n- ( ) and @DRUG$ ( 18:1 n- 9 ) , the major components of monounsaturated fatty acid , showed a ubiquitous of in plasma weeks , tissues analyzed .	After 20 of sucrose loading , @DRUG$ ( 16:1 n- ) and @DRUG$ ( 18:1 n- 9 ) the major components of monounsaturated fatty , showed a ubiquitous increase in plasma and all tissues analyzed .	After 20 weeks of sucrose loading, @DRUG$ (16:1 n-7) and @DRUG$ (18:1 n-9), the major components of monounsaturated fatty acid, showed a ubiquitous increase in plasma and all tissues analyzed."In other words, the	0
0	This effect was potentiated by atropine, both systematically administered (5 mg/kg i.p.) and locally applied (1.4 microM), but not by mecamylamine (4 @DRUG$/kg i.@DRUG$.).	This effect was potentiated by atropine , both systematically administered ( 5 magnesium / kg i.p. ) and topically give ( 1.4 microM ) , but not by mecamylamine ( 4 @DRUG$ / kg i.@DRUG$ . ) .	This effect by potentiated , atropine , both systematically administered ( 5 mg / kg i.p. ) and locally applied ( 1.4 microM ) kg but not by mecamylamine ( 4 @DRUG$ / was i.@DRUG$ . ) .	This effect was potentiated by atropine , both systematically administered ( 5 / kg ) locally applied ( 1.4 microM ) , but not by ( / kg i.@DRUG$ . )	The effect of @DRUG$ was potentiated by atropine, both when it was administered systemically (by injection) and when it was applied locally (near the brain). However, mecamylamine (another drug) did not have this effect.	1
0	Concerning medical treatments for adult attention-deficit/hyperactivity disorder (AD/HD), case reports have gradually been accumulating on the efficacy of psychostimulants such @DRUG$ methylphenidate and amphetamine and selective noradrenaline reuptake inhibitors such as @DRUG$.	Concerning medical checkup treatments for adult attention - deficit / hyperactivity disorder ( advertizing / HD ) , font reports have bit by bit been accumulating on the efficacy of psychostimulants such @DRUG$ methylphenidate and amphetamine and selective noradrenaline reuptake inhibitors such as @DRUG$ .	Concerning medical treatments for gradually attention - deficit / hyperactivity disorder ( and / noradrenaline ) , case reports have adult been accumulating on the efficacy of psychostimulants such @DRUG$ methylphenidate HD amphetamine AD selective and reuptake inhibitors such as @DRUG$ .	Concerning treatments for adult attention - deficit / hyperactivity disorder ( AD / HD ) , case have gradually been accumulating on the efficacy of psychostimulants such @DRUG$ methylphenidate and amphetamine and selective noradrenaline inhibitors such @DRUG$ .	There is evidence that psychostimulants such as methylphenidate and amphetamine, as well as selective noradrenaline reuptake inhibitors such as bupropion, are effective treatments for adult attention-deficit/hyperactivity disorder.	1
0	Trials must have included a comparison of @DRUG$ monotherapy with @DRUG$ monotherapy.	test must have included a comparison of @DRUG$ monotherapy with @DRUG$ monotherapy .	with must have included a comparison of @DRUG$ monotherapy Trials @DRUG$ monotherapy .	Trials must have included a comparison of @DRUG$ monotherapy with @DRUG$ monotherapy .	Trials must have included a comparison of @DRUG$ monotherapy with @DRUG$ monotherapy ."DRUGA is always compared to DRUGB in trials.	0
1	The @DRUG$ pharmacophore is nonergolinic and demonstrates high affinity for @DRUG$ D(2) and D(3) receptors.	The @DRUG$ pharmacophore is nonergolinic and demonstrates gamey affinity for @DRUG$ D( 2 ) and D ( threesome ) receptors .	The @DRUG$ pharmacophore is nonergolinic and demonstrates ) affinity for @DRUG$ D( 2 ) and D high 3 ( receptors .	The @DRUG$ pharmacophore is nonergolinic and demonstrates high affinity for @DRUG$ D( 2 ) and D 3 ) receptors .	@DRUG$ is a drug that binds to the dopamine D( 2 ) and D ( 3 ) receptors with high affinity.	1
0	A potentially useful alternative sedation protocol includes a combination of butorphanol, azaperone, and medetomidine (BAM: 0.43 @DRUG$/kg butorphanol, 0.36 mg/kg azaperone, 0.14 mg/kg @DRUG$).	axerophthol potentially useful choice sedation protocol includes a combination of butorphanol , azaperone , and medetomidine ( BAM : 0.43 @DRUG$ / kg butorphanol , 0.36 milligram / kg azaperone , 0.14 milligram / kg @DRUG$ ) .	A potentially useful alternative sedation protocol includes a combination of butorphanol , / , and medetomidine ( BAM : 0.43 @DRUG$ / kg butorphanol , mg mg / kg azaperone , azaperone 0.36 0.14 kg @DRUG$ ) .	A potentially useful alternative sedation protocol includes a combination of butorphanol , azaperone , and medetomidine ( BAM : @DRUG$ / kg butorphanol 0.36 / kg azaperone , 0.14 mg / kg @DRUG$ ) .	Butorphanol, azaperone, and medetomidine can be used together to achieve sedation in horses.	1
0	Ceftaroline is a new member of the cephalosporin class of antibiotics with expanded activity against Gram-positive pathogens such @DRUG$ MRSA, vancomycin-intermediate S. aureus, @DRUG$-resistant S. aureus and multidrug-resistant Streptococcus pneumoniae, while retaining good activity against common Gram-negative organisms.	Ceftaroline is a new appendage of the cephalosporin class of antibiotics with expanded natural process against Gram-positive pathogens such @DRUG$ MRSA , vancomycin-intermediate S. aureus , @DRUG$ - resistive S. aureus and multidrug-resistant Streptococcus pneumoniae , while retaining good natural process against common gram negative organisms .	Ceftaroline is a organisms member of the cephalosporin class of antibiotics with expanded activity against Gram-positive pathogens such @DRUG$ MRSA , vancomycin-intermediate , aureus , @DRUG$ new resistant activity aureus and multidrug-resistant Streptococcus pneumoniae S. while retaining good S. against common Gram-negative - .	is a new member of the cephalosporin class of antibiotics with expanded activity Gram-positive pathogens such @DRUG$ MRSA , vancomycin-intermediate S. aureus , @DRUG$ - resistant S. aureus multidrug-resistant Streptococcus pneumoniae , while retaining good activity against Gram-negative organisms .	Ceftaroline is a new antibiotic that is effective against Gram-positive bacteria such as MRSA, vancomycin-resistant S. aureus, and multidrug-resistant Streptococcus pneumoniae, while still being effective against common Gram-negative organisms.	1
0	In Europe, it is approved by European medicines agency for use in combination with Ombitasvir, Paritaprevir, and @DRUG$ with or without @DRUG$.	In Europe , it is approve by European medicines representation for use in combination with Ombitasvir , Paritaprevir , and @DRUG$ with or without @DRUG$ .	In Europe , it is medicines by European approved agency for use , combination with Ombitasvir in Paritaprevir , and @DRUG$ with or without @DRUG$ .	In Europe it is approved by European medicines agency for use in combination with Ombitasvir , Paritaprevir , and @DRUG$ with or without @DRUG$	@DRUG$ is approved by the European medicines agency for use in combination with Ombitasvir, Paritaprevir, and @DRUG$ with or without DRUGB.	0
0	, glucose-6-@DRUG$ and @DRUG$-6-phosphate-dehydrogenase had to be added as a NADH/NADPH-regenerating system.	, glucose-6 - @DRUG$ and @DRUG$ - 6 - phosphate - dehydrogenase had to be added as a NADH / NADPH - renew scheme .	, glucose-6 - @DRUG$ and @DRUG$ - 6 - phosphate - dehydrogenase NADH to be added as a had / NADPH - regenerating system .	, glucose-6 - @DRUG$ and @DRUG$ - - phosphate - dehydrogenase had to be added as a NADH / NADPH - regenerating system .	@DRUG$ and @DRUG$ are two enzymes that work together to convert glucose-6-phosphate to glucose.	0
0	We examined the lipid-lowering properties of 1-[[(3R,5S)-1-(3-acetoxy-2,2-dimethylpropyl)-7-chloro-5-(2,3-dimethoxyphenyl)-2-oxo-1,2,3,5-tetrahydro-4,1-benzoxazepin-3-yl]acetyl]piperidine-4-acetic acid (@DRUG$), a novel @DRUG$ synthase inhibitor.	We examined the lipid-lowering properties of single - [ [ ( 3R,5S ) -1-( 3-acetoxy-2,2-dimethylpropyl)-7-chloro-5-(2,3-dimethoxyphenyl)-2-oxo-1,2,3,5-tetrahydro-4,1-benzoxazepin-3-yl]acetyl]piperidine-4-acetic acid ( @DRUG$ ) , a new @DRUG$ synthase inhibitor .	We a the lipid-lowering properties of 1 - [ [ ( 3R,5S ) 3-acetoxy-2,2-dimethylpropyl)-7-chloro-5-(2,3-dimethoxyphenyl)-2-oxo-1,2,3,5-tetrahydro-4,1-benzoxazepin-3-yl]acetyl]piperidine-4-acetic -1-( acid ( @DRUG$ ) , examined novel @DRUG$ synthase inhibitor .	We examined the properties of 1 - [ [ ( 3R,5S ) -1-( 3-acetoxy-2,2-dimethylpropyl)-7-chloro-5-(2,3-dimethoxyphenyl)-2-oxo-1,2,3,5-tetrahydro-4,1-benzoxazepin-3-yl]acetyl]piperidine-4-acetic acid ( @DRUG$ ) , a novel @DRUG$ inhibitor .	We examined the lipid-lowering properties of 1 - [ [ ( 3R,5S ) -1-( 3-acetoxy-2,2-dimethylpropyl)-7-chloro-5-(2,3-dimethoxyphenyl)-2-oxo-	1
1	Following the intravenous administration of irinotecan at 100 to 350 @DRUG$/m2, mean maximum @DRUG$ plasma concentrations are within the 1 to 10 mg/L range.	comply the endovenous administration of irinotecan at 100 to 350 @DRUG$ / m2 , mean maximum @DRUG$ plasma concentrations are within the 1 to 10 magnesium / L range .	Following the intravenous administration of irinotecan at 100 to / @DRUG$ / plasma , mean maximum @DRUG$ m2 concentrations are within the 1 to 10 mg 350 L range .	Following the administration of irinotecan at 100 to @DRUG$ / m2 , mean maximum @DRUG$ plasma concentrations are within the 1 to 10 mg / L range .	The higher the dose of irinotecan (@DRUG$), the higher the concentration of @DRUG$ in the blood.	0
0	Block by @DRUG$ of @DRUG$ responses was not overcome at high concentrations of the agonist, indicative of a non-competitive inhibition.	Block by @DRUG$ of @DRUG$ responses was not overcome at high assiduousness of the agonist , suggestive of a non-competitive inhibition .	Block by @DRUG$ of @DRUG$ responses was not of at high inhibition overcome the agonist , indicative of a non-competitive concentrations .	Block by @DRUG$ of @DRUG$ responses was not overcome at high concentrations of the agonist , indicative of a non-competitive inhibition .	@DRUG$ blocks @DRUG$ responses, and this blockade is not overcome at high concentrations of the agonist.	0
0	It is concluded that aluminum is absorbed from the gastrointestinal tract by (1) a paracellular energy independent and nonsaturable route, mainly used for high @DRUG$ concentration, which is modified by extracellular @DRUG$, and (2) a transcellular and saturable route, the aluminum level was not modified with enhancement of aluminum quantity in intestinal lumen.	It is concluded that aluminum is steep from the gastrointestinal tract by ( unity ) a paracellular energy fencesitter and nonsaturable route , mainly used for richly @DRUG$ concentration , which is modified by extracellular @DRUG$ , and ( 2 ) a transcellular and saturable route , the aluminum layer was not modified with enhancement of aluminum measure in intestinal lumen .	It is concluded that aluminum is absorbed a quantity gastrointestinal is by ( 1 ) from paracellular energy independent and nonsaturable route which mainly used for high @DRUG$ concentration , , tract modified by extracellular @DRUG$ , and ( 2 ) a transcellular with saturable route , the aluminum level was not modified and enhancement of aluminum the in intestinal lumen .	It is concluded that is absorbed the gastrointestinal tract by ( 1 ) a paracellular energy independent and nonsaturable route , mainly used for high @DRUG$ concentration , which modified by extracellular @DRUG$ , ( 2 ) a transcellular and saturable route , the aluminum level not modified with enhancement of aluminum quantity in intestinal lumen .	Aluminum is absorbed from the gastrointestinal tract by a paracellular energy independent and nonsaturable route, mainly used for high @DRUG$ concentration, which is modified by extracellular @DRUG$. Aluminum absorption is also mediated by a transcellular and saturable route.	0
0	A method for the determination of 12 sulfonamides (SAs) (sulfanilamide, sulfamonomethoxine, sulfacetamide, sulfamethoxazole, sulfadiazine, sulfisoxazole, sulfathiazole, sulfadi-methoxine, @DRUG$, sulfaquinoxaline, sulfamethazine, @DRUG$) in cosmetics was developed by ultra performance liquid chromatography with photodiode array detector (UPLC-PDA).	A method for the determination of 12 sulfonamide ( sturmabteilung ) ( sulfanilamide , sulfamonomethoxine , sulfacetamide , sulfamethoxazole , sulfadiazine , sulfisoxazole , sulfathiazole , sulfadi-methoxine , @DRUG$ , sulfaquinoxaline , sulfamethazine , @DRUG$ ) in cosmetics was highly developed by ultra functioning liquid chromatography with photodiode array detector ( UPLC - personal digital assistant ) .	A photodiode for the determination of 12 sulfonamides ( SAs ) ( sulfanilamide sulfacetamide sulfamonomethoxine , , , sulfamethoxazole , sulfadiazine , sulfisoxazole , sulfathiazole , sulfadi-methoxine by @DRUG$ , with , sulfaquinoxaline , @DRUG$ ) in cosmetics was developed , ultra performance liquid chromatography sulfamethazine method array detector ( UPLC - PDA ) .	A method for the determination of 12 sulfonamides ( SAs ) ( sulfanilamide , sulfamonomethoxine , sulfacetamide , sulfamethoxazole , sulfadiazine , sulfisoxazole , sulfathiazole , sulfadi-methoxine , @DRUG$ , sulfaquinoxaline , sulfamethazine , @DRUG$ ) in cosmetics was developed by ultra performance liquid chromatography with photodiode detector ( - PDA .	A method was developed to determine the presence of 12 sulfonamides in cosmetics using ultra performance liquid chromatography with photodiode array detector.	1
0	The better predictability may be an important characteristic of the albumin-bound analogues @DRUG$ @DRUG$ has already been shown to improve hypoglycaemia.	The better predictability may be an important characteristic of the albumin-bound parallel @DRUG$ @DRUG$ has already been shown to improve hypoglycemia .	The better been may be of important characteristic an the albumin-bound analogues @DRUG$ @DRUG$ has already predictability shown to improve hypoglycaemia .	better predictability may be an important characteristic of the albumin-bound analogues @DRUG$ @DRUG$ has shown to improve hypoglycaemia .	The better predictability of @DRUG$ may be an important characteristic of the albumin-bound analogue @DRUG$ has already been shown to improve hypoglycaemia .	0
1	@DRUG$ therapy should not be initiated until the platelet count has recovered and the patient is systemically anticoagulated, and @DRUG$ should be administered to patients receiving warfarin at the time of diagnosis of HIT.	@DRUG$ therapy should not be initiated until the platelet count has recovered and the patient is systemically anticoagulated , and @DRUG$ should be administered to patient role receiving coumadin at the time of diagnosing of HIT .	@DRUG$ therapy should HIT be initiated until the platelet count has recovered and the patient is systemically at , and @DRUG$ should anticoagulated administered to patients receiving warfarin be the time of diagnosis of not .	@DRUG$ therapy should not be initiated until the platelet count has recovered the patient is systemically anticoagulated and @DRUG$ should be administered to receiving warfarin at the time of diagnosis of HIT .	@DRUG$ should not be initiated until the platelet count has recovered and the patient is systemically anticoagulated . @DRUG$ should be administered to patients receiving warfarin at the time of diagnosis of HIT .	0
0	@DRUG$ resistance @DRUG$ high as 81% has been reported.	@DRUG$ resistance @DRUG$ high as 81 % has been report .	@DRUG$ resistance @DRUG$ high as 81 reported has been % .	@DRUG$ resistance @DRUG$ high as 81 % been reported .	@DRUG$ resistance is high as 81% has been reported.	1
0	Sodium @DRUG$ complex in sucrose: safer intravenous @DRUG$ therapy than iron dextrans.	Sodium @DRUG$ complex in sucrose : secure intravenous @DRUG$ therapy than iron dextrans .	Sodium @DRUG$ complex in sucrose : iron intravenous @DRUG$ therapy than safer dextrans .	Sodium @DRUG$ complex in sucrose : safer intravenous @DRUG$ therapy than iron dextrans .	Sodium @DRUG$ complex in sucrose is a safer intravenous @DRUG$ therapy than iron dextrans.	0
0	Similar plasma concentrations of milnacipran and the l-milnacipran carbamoyl O-glucuronide metabolite were observed after dosing, and the maximum plasma concentration of @DRUG$-@DRUG$ carbamoyl O-glucuronide metabolite at 4 h after dosing was 234 ng Eq of milnacipran/ml.	Similar plasm concentrations of milnacipran and the l-milnacipran carbamoyl O-glucuronide metabolite were observed after dosing , and the uttermost plasm assiduity of @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolite at 4 h after dosing was 234 ng Eq of milnacipran / cubic centimetre .	/ plasma concentrations of milnacipran and the l-milnacipran carbamoyl O-glucuronide were metabolite observed after dosing , and milnacipran maximum was concentration of @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolite at 4 h after dosing plasma 234 ng Eq of the Similar ml .	Similar plasma of milnacipran and the l-milnacipran carbamoyl O-glucuronide metabolite were observed after dosing , and the maximum concentration of @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolite at 4 h after dosing was 234 ng Eq of milnacipran / ml .	The maximum plasma concentration of @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolite at 4 h after dosing was 234 ng Eq of milnacipran / ml .	0
0	Recoveries of both compounds from 12 types of samples (swine muscle, swine adipose tissue, swine liver, bovine muscle, bovine adipose tissue, bovine liver, poultry muscle, @DRUG$ adipose tissue, poultry liver, bovine milk, poultry egg, and @DRUG$ muscle) were more than 72%.	recuperation of both deepen from 12 types of samples ( swine muscle , swine adipose tissue , swine liver colored , bovine muscle , bovine adipose tissue , bovine liver colored , poultry muscle , @DRUG$ adipose tissue , poultry liver colored , bovine milk river , poultry egg , and @DRUG$ muscle ) were more than lxxii % .	Recoveries of more compounds from 12 types of samples ( % muscle , swine poultry bovine , swine liver , bovine muscle , bovine adipose tissue liver bovine , , poultry muscle , @DRUG$ adipose tissue , poultry liver , tissue milk , adipose egg , and @DRUG$ muscle ) were both than 72 swine .	Recoveries both compounds from 12 types of samples ( swine muscle , swine adipose tissue , swine liver , bovine muscle , adipose tissue , liver , poultry muscle , @DRUG$ adipose tissue , poultry liver , bovine milk , poultry egg and @DRUG$ muscle ) were more than 72 .	Recoveries of both compounds from 12 types of samples ( swine muscle , swine adipose tissue , swine liver , bovine muscle , bovine adipose tissue , bovine liver , poultry muscle , @DRUG$ adipose tissue , poultry liver , bovine milk	1
0	Four, given three times a week from the start, contained @DRUG$ and rifampicin together with (1) streptomycin, pyrazinamide, and ethambutol, (2) streptomycin and @DRUG$, (3) streptomycin and ethambutol, or (4) pyrazinamide and ethambutol.	Four , apply triad times a week from the jump , contained @DRUG$ and rifampicin together with ( 1 ) streptomycin , pyrazinamide , and ethambutol , ( 2 ) streptomycin and @DRUG$ , ( 3 ) streptomycin and ethambutol , or ( iv ) pyrazinamide and ethambutol .	Four , given three times a week from or start , contained @DRUG$ and rifampicin together ) ( 1 ) streptomycin , pyrazinamide , and ethambutol , ( 2 with streptomycin and @DRUG$ , ( 3 ) streptomycin , ethambutol and the ( 4 and pyrazinamide ) ethambutol .	Four , given three times week from the start , contained @DRUG$ and rifampicin together with ( 1 ) streptomycin , pyrazinamide , and ethambutol ( 2 ) streptomycin and @DRUG$ , ( 3 ) streptomycin and ethambutol , ( ) pyrazinamide and ethambutol .	Four , given three times a week from the start , contained @DRUG$ and rifampicin together with ( 1 ) streptomycin , pyrazinamide , and ethambutol , ( 2 ) streptomycin and @DRUG$ , ( 3 ) streptomy	0
0	Twenty-eight genetically obese and 24 lean barrows (65.0 and 68.7 kg average BW, respectively) were allotted within genotype to a 16% @DRUG$ @DRUG$-soybean meal basal diet or this basal diet + 20 ppm ractopamine (a phenethanolamine beta-adrenergic agonist) and allowed ad libitum access to feed for 48 d. Compared to lean pigs, obese pigs had lower ADG, gain to feed ratio, longissimus muscle area, predicted amount of muscle, and weights of trimmed loin and ham, ham lean, heart, spleen, kidney and gastrointestinal tract (P less than .05).	Twenty - eight genetically obese and xxiv lean barrowful ( 65.0 and 68.7 kg average BW , severally ) were distribute within genetic constitution to a 16 % @DRUG$ @DRUG$ - soybean meal basal diet or this basal diet + 20 ppm ractopamine ( a phenethanolamine beta-adrenergic agonist ) and allowed ad libitum access to feed for 48 d. Compared to lean pig , obese pig had lower ADG , gain to feed proportion , longissimus heftiness area , predicted amount of heftiness , and weights of trimmed loin and ham , ham lean , affection , spleen , kidney and gastrointestinal piece of land ( P less than .05 ) .	Twenty - eight genetically obese and , lean barrows kidney 65.0 within 68.7 weights feed BW , were ) respectively allotted and genotype to a 16 % @DRUG$ @DRUG$ - soybean meal basal diet lean this basal diet + 20 ppm ractopamine ( a phenethanolamine beta-adrenergic agonist ) 24 allowed ad libitum access to feed for 48 d. Compared to or pigs , obese pigs had lower ADG , gain to average ratio , longissimus of area , predicted than of muscle , and kg muscle trimmed loin and ham , ham lean and heart , spleen , ( and gastrointestinal tract ( P less amount .05 ) .	- eight genetically obese and 24 lean barrows ( 65.0 and 68.7 kg average , respectively ) were allotted within genotype to a 16 % @DRUG$ @DRUG$ - soybean meal basal diet or this basal diet + ppm ractopamine a phenethanolamine beta-adrenergic agonist ) and allowed ad access to feed for 48 d. Compared to lean pigs , obese pigs lower ADG , gain to feed ratio , longissimus muscle area , predicted of muscle , and weights of trimmed loin and ham , ham lean , heart , spleen , kidney and gastrointestinal tract ( P than .05 ) .	Obese pigs had lower ADG, gain to feed ratio, longissimus muscle area, predicted amount of muscle, and weights of trimmed loin and ham, ham lean, heart, spleen, kidney and gastrointestinal tract when compared to lean pigs.	1
0	In contrast, saturating barbiturate sites with pentobarbital clearly occluded this effect of STP, suggesting that @DRUG$ and barbiturates interact at the @DRUG$ locus.	In contrast , saturating barbiturate sites with pentobarbital clearly block this effect of STP , suggesting that @DRUG$ and barbiturate interact at the @DRUG$ locus .	In , contrast saturating barbiturate that with pentobarbital clearly occluded this effect of STP , suggesting sites @DRUG$ and barbiturates interact at the @DRUG$ locus .	In contrast , saturating barbiturate sites with pentobarbital clearly occluded this effect of STP , suggesting that @DRUG$ and barbiturates interact at the @DRUG$ locus	Saturating barbiturate sites with pentobarbital clearly occluded this effect of STP, suggesting that @DRUG$ and barbiturates interact at the @DRUG$ locus.	0
0	CONCLUSIONS: Tenofovir alafenamide, a new once-daily oral prodrug of tenofovir, showed more potent anti-HIV-1 activity and higher intracellular @DRUG$ levels compared with tenofovir disoproxil fumarate, while maintaining lower plasma tenofovir exposure at 40 @DRUG$ with good tolerability over 14 days of monotherapy.	CONCLUSIONS : Tenofovir alafenamide , a freshly once-daily oral prodrug of tenofovir , showed more potent anti-HIV - 1 activity and higher intracellular @DRUG$ levels compared with tenofovir disoproxil fumarate , while maintaining lower blood plasma tenofovir exposure at forty @DRUG$ with good tolerability over 14 solar day of monotherapy .	CONCLUSIONS : Tenofovir alafenamide good a new while over prodrug of tenofovir , showed more potent anti-HIV of 1 activity and higher intracellular @DRUG$ levels compared with tenofovir disoproxil fumarate , once-daily maintaining lower plasma tenofovir exposure at 40 @DRUG$ with , tolerability oral 14 days - monotherapy .	CONCLUSIONS : Tenofovir alafenamide , a new once-daily of tenofovir showed more potent anti-HIV - 1 activity and higher intracellular @DRUG$ levels with tenofovir disoproxil fumarate , maintaining lower plasma tenofovir exposure at 40 @DRUG$ with good tolerability over 14 days of monotherapy .	Tenofovir alafenamide showed more potent anti-HIV-1 activity and higher intracellular @DRUG$ levels compared with tenofovir disoproxil fumarate, while maintaining lower plasma tenofovir exposure at 40 @DRUG$ with good tolerability over	0
0	In contrast, kinetic and @DRUG$-PAGE studies indicated that Factor XIIf did not react with @DRUG$ or alpha 2-macroglobulin.	in contrast , kinetic and @DRUG$ - PAGE studies indicated that Factor XIIf did not react with @DRUG$ or alpha  - macroglobulin .	2 In , kinetic and @DRUG$ - PAGE studies indicated that Factor XIIf did not react with @DRUG$ or alpha contrast - macroglobulin .	In contrast , kinetic @DRUG$ - PAGE studies indicated that Factor XIIf did react with @DRUG$ or alpha 2 macroglobulin	Factor XIIf did not react with @DRUG$ or alpha 2 - macroglobulin.	1
0	ICN19 provided @DRUG$-geninthiocin (1), along with its known analogs geninthiocin (2) and @DRUG$-geninthiocin (3) and the indolocarbazole staurosporine (4).	ICN19 provided @DRUG$ - geninthiocin ( single ) , on with its known analogs geninthiocin ( 2 ) and @DRUG$ - geninthiocin ( 3 ) and the indolocarbazole staurosporine ( quartet ) .	ICN19 provided @DRUG$ - geninthiocin ( 1 ) , with along its known analogs geninthiocin ( 2 ) indolocarbazole @DRUG$ - geninthiocin ( 3 ) and the 4 staurosporine ( and ) .	ICN19 provided @DRUG$ - geninthiocin ( 1 ) , along with its known analogs geninthiocin ( 2 ) and @DRUG$ geninthiocin ) and the indolocarbazole staurosporine ( 4 ) .	ICN19 provided @DRUG$ - geninthiocin ( 1 ) , along with its known analogs geninthiocin ( 2 ) and @DRUG$ - geninthiocin ( 3 ) and the indolocarbazole staurosporine ( 4 )	0
0	The study design was a randomized, double-blind (double-dummy) study in 160 patients with low back pain and no Rx finding of major spinal diseases, randomly assigned to a treatment with oral eperisone 100 mg three times daily (t.i.d.) or thiocolchicoside 8 @DRUG$ twice daily (b.i.@DRUG$.) for 12 consecutive days.	The analyse design was a randomized , double - dim ( double- dummy ) analyse in 160 patients with low back pain and no Rx finding of major spinal anesthesia diseases , haphazardly assigned to a treatment with oral exam eperisone 100 mg three times day after day ( t.i.d. ) or thiocolchicoside 8 @DRUG$ twice day after day ( b.i. @DRUG$ . ) for 12 consecutive days .	( study design was a randomized , to - oral ( double- dummy ) study in no patients with low back pain assigned 160 Rx finding of major spinal diseases , randomly consecutive double a treatment with blind eperisone 100 mg three times daily ( t.i.d. ) or thiocolchicoside 8 @DRUG$ twice daily The b.i. @DRUG$ . ) for 12 and days .	The study design was a randomized - blind ( double- dummy ) study in 160 patients with low back pain and no Rx finding of major spinal diseases , randomly assigned to a with oral eperisone 100 mg three times daily ( t.i.d. ) or thiocolchicoside 8 @DRUG$ twice daily ( b.i. @DRUG$ . ) for 12 consecutive days .	The study design was a randomized, double-blind (double-dummy) study in 160 patients with low back pain and no Rx finding of major spinal diseases, randomly assigned to a treatment with oral eperisone 100 mg three times daily (t.i.d.) or thiocol	1
0	@DRUG$ or @DRUG$ is the treatment of choice in the non-pregnant population driven by its more favourable pharmacokinetic and adverse effect profile over propylthiouracil.	@DRUG$ or @DRUG$ is the treatment of choice in the non-pregnant population driven by its more prosperous pharmacokinetic and adverse essence profile over propylthiouracil .	@DRUG$ or @DRUG$ population the treatment of choice in the non-pregnant is driven by its effect favourable pharmacokinetic and adverse more profile over propylthiouracil .	@DRUG$ or @DRUG$ the treatment of choice the non-pregnant population driven by its more favourable pharmacokinetic and adverse effect profile over propylthiouracil .	@DRUG$ is the better choice for treatment than @DRUG$, because it has a more favourable pharmacokinetic and adverse effect profile.	0
0	In part 2, groups of 5 or 10 subjects each received multiple doses of @DRUG$, tazobactam, or ceftolozane-@DRUG$ for 10 days.	In part 2 , groups of 5 or 10 subjects each pick up multiple doses of @DRUG$ , tazobactam , or ceftolozane - @DRUG$ for 10 daylight .	or part 2 , groups of 5 In 10 subjects each received multiple ceftolozane of @DRUG$ , tazobactam , or doses - @DRUG$ for 10 days .	In part 2 , groups 5 or 10 subjects each received multiple of @DRUG$ , tazobactam or ceftolozane - @DRUG$ for 10 days	Subjects received multiple doses of @DRUG$, tazobactam, or ceftolozane - @DRUG$ for 10 days.	0
0	By contrast, with the exception of elevated 13-cis-retinoic acid in one group (21.6 mg/@DRUG$, @DRUG$ dispersible powder), the concentrations of all-trans-retinoic acid, and the oxo-derivatives or retinoic acid were not significantly affected by b-carotene supplementation.	By counterpoint , with the exclusion of elevated 13 - cis-retinoic acid in one group ( 21.6 mg / @DRUG$ , @DRUG$ dispersible powder ) , the immersion of all- trans-retinoic acid , and the oxo-derivatives or retinoic acid were not significantly touched by b-carotene supplementation .	By contrast , with the exception of elevated 13 - cis-retinoic acid in one group ( 21.6 mg / @DRUG$ supplementation @DRUG$ dispersible powder or , the concentrations the all- trans-retinoic acid , b-carotene of oxo-derivatives ) retinoic acid were not significantly affected by and , .	By contrast , with the exception of 13 - cis-retinoic acid in group ( 21.6 mg / @DRUG$ , @DRUG$ powder ) , the concentrations of all- trans-retinoic acid , and the oxo-derivatives retinoic acid were significantly affected by b-carotene supplementation .	Except for one group ( 21.6 mg / @DRUG$ , @DRUG$ dispersible powder ) , the concentrations of all- trans-retinoic acid , and the oxo-derivatives or retinoic acid were not significantly affected by b-carotene supplementation .	0
0	Lesopitron acts @DRUG$ a ligand for central @DRUG$ 5-HT1A receptors.	Lesopitron acts @DRUG$ a ligand for central @DRUG$  - HT1A receptors .	Lesopitron acts @DRUG$ a ligand HT1A central @DRUG$ 5 - for receptors .	Lesopitron acts @DRUG$ ligand for central @DRUG$ 5 - HT1A receptors .	Lesopitron binds to central 5-HT1A receptors.	1
0	@DRUG$ appears to form approximately twice as much enamine intermediate as sulbactam and @DRUG$, which correlates with its superior performance in the clinic, a finding that may bear on future drug design.	@DRUG$ appears to form approximately twice as much enamine intermediate as sulbactam and @DRUG$ , which correlative with its victor performance in the clinic , a finding that may bear on hereafter drug design .	@DRUG$ appears to form approximately twice as much enamine intermediate design sulbactam and @DRUG$ , clinic correlates with its the performance in superior which , a finding that may bear on future drug as .	@DRUG$ appears to form much enamine intermediate sulbactam and @DRUG$ , which correlates with its superior performance in the clinic , a that may bear on future drug design .	@DRUG$ appears to form approximately twice as much enamine intermediate as sulbactam and @DRUG$, which correlates with its superior performance in the clinic, a finding that may bear on future drug design.	0
0	@DRUG$ selectively inhibits conversion of arachidonic acid to arachidonoyl-@DRUG$ by brain microsomal long-chain fatty acyl-CoA synthetases: relevance to bipolar disorder.	@DRUG$ selectively inhibits conversion of arachidonic acid to arachidonoyl - @DRUG$ by mentality microsomal long-chain fatty acyl - CoA synthetases : relevance to bipolar perturb .	@DRUG$ selectively inhibits conversion of arachidonic acid to arachidonoyl - @DRUG$ by brain microsomal bipolar fatty to - CoA synthetases : relevance acyl long-chain disorder .	@DRUG$ selectively inhibits conversion of arachidonic acid to arachidonoyl - @DRUG$ by brain microsomal long-chain fatty acyl - CoA synthetases : relevance to bipolar disorder .	@DRUG$ inhibits the conversion of arachidonic acid to arachidonoyl - @DRUG$ by brain microsomal long-chain fatty acyl - CoA synthetases. This is relevant to bipolar disorder.	0
0	To address this question, we separated nanoparticles from the supernatant containing dissolved copper, and measured their ability to damage plasmid DNA with addition of @DRUG$ peroxide, @DRUG$, or both.	To address this question , we separated nanoparticles from the supernatant containing dissolved copper , and measured their power to scathe plasmid deoxyribonucleic acid with addition of @DRUG$ peroxide , @DRUG$ , or both .	To address and question , we separated nanoparticles from supernatant the containing dissolved copper this , measured their ability to damage plasmid DNA with addition of @DRUG$ peroxide , @DRUG$ , or both .	To question , separated nanoparticles from containing dissolved copper , and measured their ability to damage plasmid DNA with addition of @DRUG$ peroxide , @DRUG$ , or both .	Nanoparticles containing dissolved copper can damage plasmid DNA with the addition of @DRUG$ peroxide or @DRUG$ , or both .	0
0	The effectiveness of EC-2 from E. coli and its availability from a virtually limitless source will make it possible to extend the study of inhibition of leukemias and other tumors by @DRUG$-@DRUG$ to species other than small rodents.	The effectiveness of EC - ii from E. coli and its availability from a well nigh limitless source will make it possible to extend the study of inhibition of leukaemia and other tumors by @DRUG$ - @DRUG$ to species other than lowly rodents .	The effectiveness extend EC - 2 from E. to and its availability from a virtually limitless source will make it possible to of the study of inhibition of other and other tumors by @DRUG$ species @DRUG$ coli - leukemias than small rodents .	The effectiveness of EC - 2 from E. coli and availability from a virtually limitless source will make it possible to extend the study of inhibition of leukemias other tumors by @DRUG$ - @DRUG$ to species other than small rodents .	The effectiveness of EC - 2 from E. coli and its availability from a virtually limitless source will make it possible to extend the study of inhibition of leukemias and other tumors by @DRUG$ - @DRUG$ to species other than small rodents ."This means that the study of how	0
0	@DRUG$ and @DRUG$ are thus biochemically linked.	@DRUG$ and @DRUG$ are thus biochemically link up .	@DRUG$ are @DRUG$ and thus biochemically linked .	@DRUG$ and @DRUG$ are thus biochemically linked	@DRUG$ and @DRUG$ are two molecules that are chemically linked.	0
0	The current shortage of the supply of leucovorin centered in North America renders @DRUG$ a reasonable alternative in terms of efficacy and toxicity profile, but from the perspective of cost, @DRUG$ remains the drug of choice.	The current shortage of the supply of leucovorin centered in North America renders @DRUG$ a reasonable alternative in terms of efficaciousness and perniciousness profile , but from the view of cost , @DRUG$ remains the drug of choice .	The current reasonable of the supply of leucovorin centered in North America renders @DRUG$ a the alternative in terms of shortage and toxicity profile , but from efficacy perspective of cost , @DRUG$ remains the drug of choice .	The current shortage of the leucovorin centered in North America renders @DRUG$ a reasonable alternative in terms of efficacy and toxicity , but from the perspective of cost , @DRUG$ remains the drug of choice	@DRUG$ is a reasonable alternative to @DRUG$ in terms of efficacy and toxicity profile, but DRUGB is still the drug of choice from the perspective of cost.	0
0	@DRUG$ is a beta-1 adrenoceptor antagonist that has been shown to be as effective @DRUG$ other beta blockers for the treatment of angina pectoris and hypertension.	@DRUG$ is a beta- unity adrenoceptor antagonist that has been shown to be as effective @DRUG$ other beta blockers for the treatment of angina pectoris and high blood pressure .	@DRUG$ is a beta- 1 adrenoceptor antagonist that has treatment shown the be as effective @DRUG$ other beta blockers for to been of angina pectoris and hypertension .	@DRUG$ is beta- 1 adrenoceptor antagonist that has been shown to be as effective @DRUG$ other beta blockers for the treatment of angina pectoris and hypertension .	@DRUG$ is a drug that blocks beta-1 adrenergic receptors, and has been shown to be just as effective as other beta blockers for the treatment of angina pectoris and hypertension.	1
1	By contrast, there was a 10-fold increase in the urinary dextromethorphan/dextrorphan ratio in the @DRUG$ group and this differed significantly from those in the @DRUG$ and placebo groups (P = 0.0001).	By line , there was a 10 - turn up increase in the urinary dextromethorphan / dextrorphan ratio in the @DRUG$ group and this differed significantly from those in the @DRUG$ and placebo groups ( phosphorus = 0.0001 ) .	( contrast , / was a 10 - fold increase in the urinary dextromethorphan there dextrorphan ratio in the @DRUG$ group and this differed significantly from those in By @DRUG$ and placebo groups the P = 0.0001 ) .	By contrast , there was a 10 - fold increase in the urinary dextromethorphan / dextrorphan ratio in the @DRUG$ group and this differed significantly from those in the @DRUG$ and placebo groups ( P = 0.0001 )	There was a 10-fold increase in the urinary dextromethorphan/dextrorphan ratio in the @DRUG$ group, and this differed significantly from those in the @DRUG$ and placebo groups.	0
0	To determine whether AET produces these effects via pre- or postsynaptic actions, fluoxetine (10 @DRUG$/kg) was used @DRUG$ a pretreatment.	To determine whether AET produces these effects via pre- or postsynaptic carry through , fluoxetine ( 10 @DRUG$ / kilo ) was used @DRUG$ a pretreatment .	To , whether AET produces these effects via pre- or actions postsynaptic determine fluoxetine ( 10 @DRUG$ / kg ) was used @DRUG$ a pretreatment .	To determine whether AET these effects via pre- or postsynaptic actions , fluoxetine ( 10 @DRUG$ / kg ) was used @DRUG$ pretreatment .	To determine whether AET produces these effects via pre- or postsynaptic actions , fluoxetine ( 10 @DRUG$ / kg ) was used to block the pre-synaptic actions of AET .	1
1	Here we have analyzed the effects of vinflunine and @DRUG$ on microtubule dynamic instability and treadmilling and found that these newer drugs exert effects on microtubule dynamics that differ significantly from those of the classic Vinca alkaloid, @DRUG$.	Here we have analyzed the effects of vinflunine and @DRUG$ on microtubule active unstableness and treadmilling and found that these young drug exert effects on microtubule dynamics that differ significantly from those of the classic Vinca alkaloid , @DRUG$ .	Here we Vinca analyzed instability effects of vinflunine that @DRUG$ on microtubule dynamic the and treadmilling and found and these newer drugs exert effects on microtubule dynamics that differ significantly from those of the classic have alkaloid , @DRUG$ .	Here we have analyzed the effects of vinflunine and @DRUG$ microtubule dynamic instability and treadmilling found that these newer drugs exert effects on microtubule dynamics that differ significantly those of the classic Vinca alkaloid , @DRUG$ .	@DRUG$ is a newer drug that has different effects on microtubule dynamics than the classic Vinca alkaloid, @DRUG$.	0
0	OBJECTIVES: The main aim of this study was to determine the pharmacokinetic parameters of @DRUG$, betamethasone @DRUG$, and betamethasone phosphate after the administration of a single intramuscular dose of the dual-acting suspension to healthy human volunteers.	OBJECTIVES : The main aim of this field of study was to see the pharmacokinetic parameters of @DRUG$ , betamethasone @DRUG$ , and betamethasone phosphate after the administration of a  intramuscular dose of the dual-acting hiatus to healthy human volunteers .	OBJECTIVES : The main aim of this study was suspension determine volunteers pharmacokinetic , of @DRUG$ , betamethasone @DRUG$ parameters and betamethasone dose after the administration of a single intramuscular phosphate of the dual-acting to to healthy human the .	OBJECTIVES The main aim of this study the pharmacokinetic parameters of @DRUG$ , betamethasone @DRUG$ , and betamethasone phosphate after the administration of a intramuscular dose of the dual-acting suspension to healthy human volunteers .	The study was conducted to determine how quickly and how much of the drug @DRUG$ is absorbed into the body after being injected, as well as how long it remains in the body. The study also looked at how quickly and how much of the drug @DRUG$ is absorbed, and how long it	0
1	@DRUG$ and various other solvents were less damaging to these clotting factors but not quite as effective as @DRUG$ in the recovery of lupus anticoagulant activity.	@DRUG$ and various other solvents were less damaging to these clotting factors but not quite as effective as @DRUG$ in the convalescence of lupus anticoagulant medication activity .	@DRUG$ and various other solvents were less damaging to these clotting not but as quite factors effective as @DRUG$ in the recovery of lupus anticoagulant activity .	@DRUG$ and various other solvents were less damaging to these clotting but not quite as effective as @DRUG$ in the lupus anticoagulant .	@DRUG$ is less damaging to these clotting factors than @DRUG$, but it is not quite as effective in the recovery of lupus anticoagulant activity.	0
0	In contrast to the ABCB1 C3435T polymorphism, only the ABCB1 G2677T polymorphism significantly influences R,S-@DRUG$ plasma and CSF concentrations (46+/-11 ng/ml versus 69+/-20 ng/ml for TT versus GT/GG in plasma, @DRUG$=0.027; 24+/-5 ng/ml versus 32+/-9 ng/ml for TT versus GT/GG in CSF, p=0.05).	In demarcation to the ABCB1 C3435T polymorphism , only the ABCB1 G2677T polymorphism importantly influences R,S-@DRUG$ plasma and CSF compactness ( 46+ /-11 nanogram / cubic centimetre versus 69+/-20 nanogram / cubic centimetre for micronesia versus GT / GG in plasma , @DRUG$=0.027 ; 24+/-5 nanogram / cubic centimetre versus 32+/-9 nanogram / cubic centimetre for micronesia versus GT / GG in CSF , p=0.05 ) .	In R,S-@DRUG$ to the for ng polymorphism , only the ABCB1 G2677T polymorphism significantly influences plasma plasma and CSF concentrations ( 46+ /-11 ng / ml versus versus ng / ml for TT versus GT / GG in contrast , @DRUG$=0.027 ; 24+/-5 C3435T / ml 69+/-20 32+/-9 ng / ml ABCB1 TT versus GT / GG in CSF , p=0.05 ) .	contrast to the ABCB1 , only the ABCB1 G2677T polymorphism influences R,S-@DRUG$ plasma and CSF concentrations ( 46+ /-11 ng / ml versus 69+/-20 ng / for versus GT GG in plasma , @DRUG$=0.027 ; 24+/-5 ng / versus 32+/-9 ng / ml for TT versus GT / GG CSF , p=0.05 ) .	The ABCB1 G2677T polymorphism significantly influences R,S-@DRUG$ plasma and CSF concentrations.	1
1	Cefoperazone/sulbactam and @DRUG$ had greater activity against E. cloacae (resistance, 3.9% and 19.6%, respectively) than @DRUG$.	Cefoperazone / sulbactam and @DRUG$ had capital activity against E. cloacae ( resistance , 3.9 % and 19.6 % , severally ) than @DRUG$ .	Cefoperazone / sulbactam and @DRUG$ had greater , against E. cloacae ( resistance activity 3.9 % ) 19.6 % , respectively and than @DRUG$ .	Cefoperazone / sulbactam and @DRUG$ had greater activity against E. cloacae ( resistance , 3.9 % and 19.6 % , respectively ) than @DRUG$ .	Cefoperazone / sulbactam and @DRUG$ had greater activity against E. cloacae ( resistance , 3.9 % and 19.6 % , respectively ) than @DRUG$ .	0
0	In clinical practice, @DRUG$ has a role @DRUG$ monotherapy for patients who require modest LDL reductions or cannot tolerate other lipid-lowering agents.	In clinical practice , @DRUG$ has a role @DRUG$ monotherapy for patients who require small scale LDL decrease or cannot tolerate other lipid-lowering agents .	In clinical practice a @DRUG$ has , role @DRUG$ monotherapy for patients who require modest LDL tolerate or cannot reductions other lipid-lowering agents .	In practice , @DRUG$ has a role @DRUG$ monotherapy for patients who require modest LDL reductions or cannot tolerate other lipid-lowering .	@DRUG$ is a drug that is used to lower LDL levels in patients who cannot tolerate other lipid-lowering agents, or who require modest LDL reductions.	1
0	As a result of this evidence, @DRUG$ is now recommended @DRUG$ one of the first-line treatment options for restoring and maintaining SR in patients with AF under current treatment guidelines.	As a result of this evidence , @DRUG$ is now recommended @DRUG$ one of the first-line discourse options for restoring and maintaining SR in patient role with AF under current discourse rule of thumb .	As a under of this evidence , @DRUG$ of now recommended @DRUG$ one is and first-line treatment options for restoring the maintaining SR in patients with AF result current treatment guidelines .	As a of this evidence , @DRUG$ is recommended @DRUG$ one of the first-line treatment options for and maintaining in patients with AF current treatment guidelines .	Because of this evidence, @DRUG$ is now recommended as one of the first-line treatment options for restoring and maintaining SR in patients with AF under current treatment guidelines.	1
0	The objective of the present research is to analyze the existing literature using @DRUG$ @DRUG$ a diagnostic tool of LPR through a systematic review.	The objective lens of the present research is to analyze the existing literature using @DRUG$ @DRUG$ a diagnostic tool of LPR through a systematic inspection .	The objective of the the research is to analyze present existing tool using @DRUG$ @DRUG$ a diagnostic literature of LPR through a systematic review .	The objective of the present research is to analyze the existing literature using @DRUG$ @DRUG$ a diagnostic tool of LPR through a systematic review .	The purpose of this study is to use @DRUG$ @DRUG$, a diagnostic tool for LPR, to review the existing literature.	0
0	In some but not all arterial beds, smooth muscle cell calcium-activated K+ channels (KCa channels) play a central role in the mediation of the vasodilator response to @DRUG$ (NO) and other @DRUG$.	In some but not all arterial beds , smooth muscularity prison cell calcium - activated K+ channels ( KCa channels ) play a central use in the mediation of the vasodilative response to @DRUG$ ( NO ) and other @DRUG$ .	NO some but not vasodilator arterial beds , smooth play cell calcium muscle activated K+ channels ( KCa channels ) - a central role in the mediation of the all response to @DRUG$ ( In ) and other @DRUG$ .	some but not all arterial beds , smooth muscle cell calcium - activated K+ channels ( KCa channels ) play a role in the mediation of the response @DRUG$ ( NO ) and @DRUG$ .	In some arterial beds, the calcium-activated potassium channels in smooth muscle cells play a central role in the mediation of the vasodilator response to @DRUG$ (NO) and other @DRUG$.	0
0	A high-performance liquid chromatography (HPLC) method with UV detection was developed for the simultaneous determination of arsanilic acid, roxarsone, nitarsone, and @DRUG$ in the feeds of swine and @DRUG$.	A high- performance liquidity chromatography ( HPLC ) method acting with ultraviolet radiation detection was developed for the simultaneous determination of arsanilic acid , roxarsone , nitarsone , and @DRUG$ in the feeds of swine and @DRUG$ .	A high- performance liquid chromatography roxarsone HPLC ) method , UV detection was and for the simultaneous determination of arsanilic acid , ( , nitarsone with and @DRUG$ in the feeds of swine developed @DRUG$ .	A high- performance liquid chromatography ( HPLC method with UV detection was developed for the simultaneous determination of arsanilic acid roxarsone , nitarsone , and @DRUG$ in the feeds of swine and @DRUG$ .	A high- performance liquid chromatography ( HPLC ) method with UV detection was developed for the simultaneous determination of arsanilic acid , roxarsone , nitarsone , and @DRUG$ in the feeds of swine and @DRUG$ ."This means that the HPLC method	0
0	The biological @DRUG$ cycle involves step-wise reduction of nitrogen oxides to ammonium salts and oxidation of @DRUG$ back to nitrites and nitrates by plants and bacteria.	The biologic @DRUG$ cycle involves step-wise reduction of atomic number  oxides to ammonium salts and oxidation of @DRUG$ back to nitrites and nitrates by plants and bacteria .	ammonium biological @DRUG$ cycle involves step-wise reduction of nitrogen oxides to of salts and oxidation The @DRUG$ back to nitrites and nitrates by plants and bacteria .	The biological @DRUG$ cycle involves step-wise reduction of nitrogen oxides to ammonium salts and oxidation of @DRUG$ back to nitrites and nitrates by and bacteria .	@DRUG$ is reduced to ammonium salts by plants and bacteria, and @DRUG$ is oxidized back to nitrites and nitrates.	0
0	@DRUG$-@DRUG$ can produce high quality myocardial images from 5 min to several hours postinjection.	@DRUG$ -@DRUG$ can grow high quality myocardial images from 5 min to several hours postinjection .	min -@DRUG$ can produce high quality myocardial images from 5 @DRUG$ to several hours postinjection .	@DRUG$ -@DRUG$ can produce high quality myocardial images 5 to several hours postinjection .	The quality of myocardial images produced by @DRUG$ is high and can last for several hours postinjection.	1
0	RESULTS: The most important botanicals pertaining to dermatologic uses, such as cosmeceuticals, include teas, soy, pomegranate, date, @DRUG$ seed, Pycnogenol, horse chestnut, German chamomile, curcumin, comfrey, allantoin, and @DRUG$.	RESULTS : The most important botanicals pertaining to dermatological uses , such as cosmeceuticals , include teas , soy , punica granatum , go steady , @DRUG$ seminal fluid , Pycnogenol , horse chestnut , German chamomile , curcumin , comfrey , allantoin , and @DRUG$ .	RESULTS : The most important botanicals pertaining to dermatologic uses , , as cosmeceuticals comfrey include teas , soy , pomegranate allantoin date , @DRUG$ seed , Pycnogenol , horse @DRUG$ , German chamomile , curcumin such , , , , and chestnut .	RESULTS : most botanicals pertaining to uses , such as cosmeceuticals , include , , pomegranate , date , @DRUG$ seed , Pycnogenol , horse chestnut , German chamomile , curcumin comfrey , allantoin , and @DRUG$ .	The most important botanicals pertaining to dermatologic uses, such as cosmeceuticals, include teas, soy, pomegranate, date, @DRUG$ seed, Pycnogenol, horse chestnut, German chamomile, curcumin, comfrey,	1
1	Prior to the addition of supplementary levodopa 5% of @DRUG$ recipients had experienced dyskinesia compared with 36% of those receiving @DRUG$.	anterior to the addition of supplemental levodopa 5 % of @DRUG$ recipients had experienced dyskinesia compared with 36 % of those receiving @DRUG$ .	Prior of the addition had supplementary levodopa 5 % of @DRUG$ recipients of experienced dyskinesia compared with 36 % to those receiving @DRUG$ .	Prior to the addition of supplementary levodopa 5 % @DRUG$ recipients had experienced dyskinesia compared with % of those receiving @DRUG$ .	Prior to the addition of supplementary levodopa, 5% of @DRUG$ recipients had experienced dyskinesia compared with 36% of those receiving @DRUG$.	0
0	@DRUG$ is the latest to be licensed and is used @DRUG$ adjunctive therapy for the treatment of adult patients with partial seizures with or without secondary generalisation that are refractory to other established first-line AEDs.	@DRUG$ is the latest to be licence and is used @DRUG$ adjunctive therapy for the treatment of adult patients with partial seizures with or without lowly generalisation that are refractory to other established first- pipeline AEDs .	@DRUG$ is the latest without be licensed and is used @DRUG$ adjunctive therapy for the treatment of adult patients with are seizures with or to secondary generalisation that partial refractory to other established first- line AEDs .	@DRUG$ is the latest to be licensed is used @DRUG$ adjunctive therapy for the treatment of adult patients with partial seizures with or secondary generalisation that are refractory to other established first- line AEDs	@DRUG$ is a drug that is licensed for use as an adjunctive therapy for the treatment of adult patients with partial seizures. It is used in combination with other established first-line AEDs (anti-epileptic drugs).	1
1	CONCLUSIONS: @DRUG$ produced only small increases in @DRUG$ AUC(0-t) and C(max), which were not considered to be of clinical relevance.	CONCLUSIONS : @DRUG$ produced only small increases in @DRUG$ AUC ( cypher -t ) and C(max ) , which were not considered to be of clinical relevancy .	CONCLUSIONS : @DRUG$ produced in small increases only @DRUG$ AUC ( 0 -t ) of C(max ) , which were not considered to be and clinical relevance .	CONCLUSIONS : @DRUG$ produced increases in @DRUG$ AUC ( 0 -t ) C(max ) , which were not considered be of clinical relevance .	@DRUG$ did not have a clinically significant impact on the absorption of @DRUG$.	0
0	@DRUG$ shows potent in vitro activity against @DRUG$ such as Candida spp.	@DRUG$ shows potent in vitro activity against @DRUG$ such as candida spp .	@DRUG$ shows potent against vitro activity in @DRUG$ such as Candida spp .	@DRUG$ shows potent in vitro activity @DRUG$ such as spp .	@DRUG$ is very effective at killing @DRUG$, such as Candida spp., in a laboratory setting.	0
1	As a result, we found that ponatinib and @DRUG$ effectively inhibited the survival of TPM3-NTRK1-G667C but not G595R mutants, both of which showed resistance to @DRUG$ or larotrectinib (LOXO-101).	group a a termination , we found that ponatinib and @DRUG$ in effect inhibited the survival of TPM3 - NTRK1 - G667 C but not G595R mutants , both of which showed resistance to @DRUG$ or larotrectinib ( LOXO - hundred and one ) .	to a result , we found that ponatinib - @DRUG$ effectively inhibited the survival of C - NTRK1 and G667 TPM3 but not G595R mutants , both of or showed resistance As @DRUG$ which larotrectinib ( LOXO - 101 ) .	As a , we found that ponatinib @DRUG$ effectively inhibited survival of TPM3 NTRK1 - C but not G595R mutants , of which showed resistance to @DRUG$ or ( LOXO - ) .	Ponatinib and @DRUG$ effectively inhibited the survival of TPM3 - NTRK1 - G667 C but not G595R mutants.	1
0	RESULTS: 25(OH)D2 half-life [mean (SD)] [13.9 (2.6) d] was shorter than 25(OH)D3 half-life [15.1 (3.1) @DRUG$; @DRUG$ = .001] for countries combined, and in Gambians [12.8 (2.3) d vs 14.7 (3.5) d; P < .001], but not in the United Kingdom [15.1 (2.4) d vs 15.6 (2.5) d; P = .3].	RESULTS : 25 ( ohio ) D2 half-life [ mean ( SD ) ] [ 13.9 ( 2.6 ) d] was shorter than 25 ( ohio ) D3 one half - life [ 15.1 ( 3.1 ) @DRUG$ ; @DRUG$ = .001 ] for state coalesce , and in gambian [ 12.8 ( 2.3 ) d fivesome 14.7 ( 3.5 ) d ; p < .001 ] , but not in the merge kingdom [ 15.1 ( 2.4 ) d fivesome 15.6 ( 2.5 ) d ; p = .3 ] .	RESULTS : but ( OH ) D2 half-life [ mean ( SD ) ) [ 13.9 ( 2.6 ) d] was shorter P ; ( OH ) D3 half - life [ 15.1 ( 3.1 ) @DRUG$ 25 @DRUG$ = ] ] for countries combined , and d Gambians [ 12.8 ( 2.3 ) , vs 14.7 2.5 3.5 ] in ; P < .001 ] d 25 not in the United Kingdom [ 15.1 ( 2.4 ) d vs 15.6 ( ( ) d ; than = .3 .001 .	RESULTS : 25 OH ) D2 half-life [ mean ( SD ] [ 13.9 ( 2.6 ) d] was shorter than 25 ( OH ) D3 half - life [ 15.1 ( 3.1 ) @DRUG$ ; @DRUG$ = .001 ] for combined , and in Gambians [ 12.8 ( 2.3 ) d vs 14.7 ( 3.5 ) ; P < .001 ] , but not in the United Kingdom [ 15.1 ( 2.4 d vs 15.6 ( 2.5 d ; P = .3 ] .	@DRUG$ is shorter than @DRUG$ by a statistically significant amount.	0
0	Ceftditoren, out of all the beta-lactams studied, had the lowest @DRUG$(90 )against 965 strains of Streptococcus pneumoniae examined, followed by cefotaxime and @DRUG$ (2% resistance in penicillin-resistant S. pneumoniae (PRSP)).	Ceftditoren , out of all the beta-lactams studied , had the small @DRUG$ ( 90 ) against 965 strains of Streptococcus pneumoniae try , followed by cefotaxime and @DRUG$ ( 2 % resistor in penicillin resistant S. pneumoniae ( PRSP ) ) .	Ceftditoren , out of all the beta-lactams studied ( had ) lowest @DRUG$ , ) ) Streptococcus 965 strains of against pneumoniae examined , followed by cefotaxime and @DRUG$ ( 2 % resistance in penicillin-resistant S. pneumoniae ( PRSP 90 the .	Ceftditoren , of all the beta-lactams studied , had the lowest @DRUG$ ( 90 ) against 965 strains Streptococcus pneumoniae examined , followed by cefotaxime and @DRUG$ ( 2 % resistance in penicillin-resistant S. ( PRSP ) ) .	Ceftditoren had the lowest @DRUG$ ( 90 ) against 965 strains of Streptococcus pneumoniae examined , followed by cefotaxime and @DRUG$ ( 2 % resistance in penicillin-resistant S. pneumoniae ( PRSP ) ) .	0
0	The extent of metabolism of the three androgens was also modified: formation of @DRUG$ from testosterone, and of the latter from @DRUG$, was decreased by cyproterone and increased by the acetate.	The extent of metamorphosis of the three androgens was also change : formation of @DRUG$ from testosterone , and of the latter from @DRUG$ , was decreased by cyproterone and increased by the acetate rayon .	The extent the and of the three androgens was also modified : formation of @DRUG$ from testosterone , metabolism of of latter acetate @DRUG$ , was decreased by cyproterone and increased by the from .	The extent of metabolism of the androgens was also modified : formation @DRUG$ from testosterone , and the latter from @DRUG$ , was decreased by cyproterone and increased by the acetate .	The extent of metabolism of the three androgens was also modified : formation of @DRUG$ from testosterone , and of the latter from @DRUG$ , was decreased by cyproterone and increased by the acetate ."In other words, cyproterone decreases the formation of DRUG	0
0	@DRUG$ decreased DNA synthesis and increased apoptotic cell death of cultured melanoma cells @DRUG$ well.	@DRUG$ decreased DNA synthetic thinking and increased apoptotic cell death of cultured melanoma cells @DRUG$ well .	@DRUG$ decreased DNA synthesis cells increased apoptotic cell death of cultured melanoma and @DRUG$ well .	@DRUG$ decreased DNA synthesis and increased cell death of cultured melanoma cells @DRUG$ well .	@DRUG$ caused a decrease in DNA synthesis and an increase in apoptotic cell death in cultured melanoma cells.	1
0	@DRUG$ paste (10 @DRUG$/kg) alone was ineffective against cestodes (14.2% elimination of Dipylidium caninum) and praziquantel paste (1 mg/kg) alone was ineffective (0% to 2.4% elimination) against nematodes.	@DRUG$ paste (  @DRUG$ / kg ) exclusively was ineffectual against cestodes ( 14.2 % elimination of Dipylidium caninum ) and praziquantel paste ( 1 mg / kg ) exclusively was ineffectual (  % to 2.4 % elimination ) against nematodes .	@DRUG$ paste ( 10 @DRUG$ / kg ) alone nematodes ineffective against ( cestodes 14.2 % elimination of Dipylidium caninum ) and praziquantel paste ( 1 mg % kg ) alone was ( ineffective 0 / to 2.4 % elimination ) against was .	@DRUG$ paste 10 @DRUG$ / kg ) alone was ineffective against cestodes ( % elimination of Dipylidium caninum ) and praziquantel paste 1 kg ) alone was ineffective % to % elimination ) against .	@DRUG$ paste ( 10 @DRUG$ / kg ) alone was ineffective against cestodes ( 14.2 % elimination of Dipylidium caninum ) and praziquantel paste ( 1 mg / kg ) alone was ineffective ( 0 % to 2.4 % elimination ) against	0
0	This review summarizes the data for exemestane in the adjuvant setting, showing that a switch to @DRUG$ after 2 to 3 years of @DRUG$ therapy is associated with a statistically significant survival benefit and is regarded as being sensitive by international and national experts.	This review summarizes the data for exemestane in the adjunct setting , point that a switch to @DRUG$ after 2 to trio years of @DRUG$ therapy is associated with a statistically significant survival welfare and is regarded as being sensitive by international and national experts .	This summarizes review the data for exemestane in the adjuvant showing , international that a switch to @DRUG$ after 2 to 3 years of @DRUG$ therapy is associated with setting statistically significant survival benefit and is regarded as being sensitive by a and national experts .	This review summarizes the data for exemestane in the adjuvant setting , showing that a switch @DRUG$ after 2 to 3 years @DRUG$ therapy is with a statistically significant survival benefit is regarded as being by international and national experts .	After a certain amount of time using @DRUG$, it is recommended that you switch to @DRUG$ in order to continue to receive the benefits of the drug.	0
0	Piperazines such as @DRUG$-Chlorophenylpiperazine (mCPP), ORG-12962, @DRUG$ and also ORG-37684 exhibited a rank order of potency of 5-HT2C>5-HT2B>5-HT2A.	Piperazines such as @DRUG$ - Chlorophenylpiperazine ( mCPP ) , ORG - 12962 , @DRUG$ and also ORG - 37684 exhibit a rank say of authorisation of 5- HT2C>5-HT2B>5-HT2A .	Piperazines such ORG @DRUG$ - Chlorophenylpiperazine ( mCPP ) , ORG - 12962 , @DRUG$ and exhibited HT2C>5-HT2B>5-HT2A - 37684 also a rank order of potency of 5- as .	Piperazines as @DRUG$ - Chlorophenylpiperazine ( mCPP ) , ORG - 12962 @DRUG$ also ORG - 37684 exhibited rank order of potency of 5- HT2C>5-HT2B>5-HT2A .	Piperazines such as @DRUG$ are more potent than @DRUG$ at activating the 5-HT2C receptor, followed by the 5-HT2B receptor, and then the 5-HT2A receptor.	0
0	Performance characterization of a quantitative liquid chromatography-tandem mass spectrometric method for 12 macrolide and lincosamide antibiotics in @DRUG$, @DRUG$ and tilapia.	carrying out characterization of a quantitative liquid chromatography - tandem mass spectrometric method for twelve macrolide and lincosamide antibiotics in @DRUG$ , @DRUG$ and tilapia .	Performance characterization of a quantitative liquid chromatography - mass tandem spectrometric method for 12 macrolide in lincosamide antibiotics and @DRUG$ , @DRUG$ and tilapia .	Performance characterization a quantitative liquid - tandem mass for 12 macrolide and lincosamide antibiotics in @DRUG$ , @DRUG$ and tilapia .	The performance of a quantitative liquid chromatography - tandem mass spectrometric method for 12 macrolide and lincosamide antibiotics in @DRUG$ is described, as well as its performance in @DRUG$ and tilapia.	0
0	After the initial screening and enrollment, the trial was run for 150 days in four phases: phase T0 (placebo treatment for 30 days), phases T1 and T2 (L-@DRUG$ (@DRUG$) 1500 mg/day for 90 days), phase T3 (further 30 days of placebo treatment).	After the initial screening and enrolment , the trial was run for 150 days in four stage : stage T0 ( placebo treatment for xxx days ) , stage T1 and T2 ( L- @DRUG$ ( @DRUG$ ) 1500 mg / clarence day for 90 days ) , stage T3 ( further xxx days of placebo treatment ) .	After the run screening and enrollment , the trial was initial for 150 days in four T0 : phase phases ( placebo treatment for 30 / ) , phases T1 and T2 ( L- @DRUG$ ( @DRUG$ ) 1500 mg days day for 90 days ) , phase T3 ( further placebo days of 30 treatment ) .	After the screening and enrollment , the trial run for days in four : phase T0 ( placebo treatment for 30 days ) phases T1 and T2 ( L- @DRUG$ @DRUG$ ) 1500 mg / day for 90 days , phase T3 further 30 days of placebo treatment .	Phase T0 is the initial screening and enrollment phase. Phase T1 is the L-@DRUG$ (@DRUG$) 1500 mg/day phase. Phase T2 is the L-DRUGA (DRUGB) 1500 mg/day phase. Phase T3 is the placebo treatment	0
0	Sympathetic stimulation of brown adipose tissue via beta 3-adrenoceptors is thought to be the cause of the large, 18 fold increase in brown adipose tissue @DRUG$ utilization induced by @DRUG$.	Sympathetic stimulation of brown adipose tissue via beta 3 - adrenoceptors is thought to be the cause of the large , xviii sheepcote gain in brown adipose tissue @DRUG$ utilization induced by @DRUG$ .	Sympathetic stimulation of brown adipose tissue via beta 3 in adrenoceptors is thought to be the cause , - large of 18 fold increase the brown adipose tissue @DRUG$ utilization induced by @DRUG$ .	Sympathetic stimulation brown adipose 3 - adrenoceptors is thought to be the cause large , 18 fold increase in adipose @DRUG$ utilization induced by @DRUG$ .	@DRUG$ stimulates brown adipose tissue via beta 3 - adrenoceptors, causing a large increase in DRUGA utilization.	1
0	Correspondence: @DRUG$ @DRUG$ an effective means for the control of ileostomy odor: a double blind study.	symmetricalness : @DRUG$ @DRUG$ an effective means for the control of ileostomy odor : a double blind study .	Correspondence : @DRUG$ @DRUG$ an effective blind for the control of ileostomy odor : a double means study .	Correspondence : @DRUG$ @DRUG$ an effective means for the control of ileostomy odor : a double blind .	@DRUG$ is an effective means for the control of ileostomy odor.	1
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, @DRUG$, amidoamine, ethylenediamine, benzocaine, p-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, @DRUG$, mercapto mix, and chloroxylenol.	During the same period of study , there were significant decreases in favorableness rates to neomycin , perfume integrate single , methanal , thiuram integrate , cinnamic aldehyde , propylene glycol , epoxy rosin , @DRUG$ , amidoamine , ethylenediamine , ethyl aminobenzoate , p-tert- butylphenol methanal rosin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide methanal rosin , budesonide , @DRUG$ , mercapto integrate , and chloroxylenol .	same the During period of in , there were significant decreases study fragrance rates to neomycin , positivity mix I , formaldehyde , chloroxylenol mix , formaldehyde aldehyde mercapto propylene resin , epoxy resin , @DRUG$ , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol formaldehyde glycol , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide cinnamic resin , budesonide , @DRUG$ , , mix , and thiuram .	During same period of , were significant decreases in rates to neomycin , fragrance mix I , formaldehyde , thiuram mix , cinnamic aldehyde , propylene glycol epoxy resin , @DRUG$ , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , @DRUG$ , mercapto mix , and chloroxylenol .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, @DRUG$, amidoamine, ethylenediamine, benzocaine,	1
0	Taking 2.0 @DRUG$/ml @DRUG$ the lower limit of digitalis intoxication a more than 85% coincidence was found between the diagnosis based on serial Ecg's and on SDC levels.	Taking 2.0 @DRUG$ / ml @DRUG$ the lower limit of digitalis intoxication a more than 85 % coincidence was notice between the diagnosis free base on in series Ecg 's and on SDC levels .	Taking 2.0 @DRUG$ more ml @DRUG$ the lower limit of digitalis intoxication a / than diagnosis % coincidence was found based the 85 between on serial Ecg 's and on SDC levels .	Taking 2.0 @DRUG$ / ml @DRUG$ the lower of digitalis intoxication a more than 85 % coincidence was found between the diagnosis on serial Ecg and on SDC .	If you take 2.0 milliliters of @DRUG$, there is an 85% chance that you will also be intoxicated by @DRUG$.	0
0	Anti-inflammatory and anti-fibrinolytic effects of @DRUG$ through carboxypeptidase B2 in the presence of @DRUG$.	anti inflammatory drug and anti-fibrinolytic effects of @DRUG$ through carboxypeptidase B2 in the presence of @DRUG$ .	Anti-inflammatory carboxypeptidase anti-fibrinolytic effects of @DRUG$ through and B2 in the presence of @DRUG$ .	Anti-inflammatory anti-fibrinolytic effects of @DRUG$ through carboxypeptidase B2 the presence of @DRUG$ .	@DRUG$ has anti-inflammatory and anti-fibrinolytic effects when used together with @DRUG$ .	0
1	METHODS: This review article contains an overview of @DRUG$ syndrome while specifically looking at @DRUG$'s pharmacology and risk factors for serotonin syndrome.	METHODS : This review article article curb an overview of @DRUG$ syndrome while specifically looking at @DRUG$ 's pharmacology and risk factors for serotonin syndrome .	METHODS : This review article contains an overview 's @DRUG$ syndrome while specifically looking at @DRUG$ of for and risk factors pharmacology serotonin syndrome .	: This review article an overview of @DRUG$ syndrome while specifically looking at @DRUG$ 's pharmacology and risk factors for serotonin syndrome .	@DRUG$ syndrome is specifically caused by @DRUG$ 's pharmacology and risk factors for serotonin syndrome .	0
0	Voriconazole (200 mg, b.i.@DRUG$.) was shown to be at least @DRUG$ effective as fluconazole in the treatment of biopsy-proven esophageal candidiasis in immunocompromised patients.	Voriconazole ( 200 mg , b.i.@DRUG$ . ) was show to be at least @DRUG$ efficient as fluconazole in the discussion of biopsy - proven esophageal candidiasis in immunocompromised patients .	Voriconazole ( 200 mg , b.i.@DRUG$ . ) was shown to as at least @DRUG$ effective in fluconazole be the treatment of biopsy - esophageal proven candidiasis in immunocompromised patients .	Voriconazole ( 200 , b.i.@DRUG$ . ) was shown to be at least @DRUG$ effective as fluconazole in the treatment of biopsy - proven esophageal candidiasis in immunocompromised patients .	Voriconazole ( 200 mg ) was shown to be at least as effective as fluconazole in the treatment of biopsy - proven esophageal candidiasis in immunocompromised patients .	1
0	This variability is a major limiting factor in the use of dosage regimen nomograms that assume a constant V-ss-@DRUG$ and a rigorous relationship between t1/2beta and @DRUG$ clearance (Cl-CR).	This variability is a major limiting factor in the utilization of dose regimen nomograms that assume a constant V-ss - @DRUG$ and a rigorous relationship between t1/ 2beta and @DRUG$ clearance ( atomic number  - CR ) .	This variability is that major limiting assume in the use of dosage regimen nomograms a factor a constant V-ss t1/ @DRUG$ and a rigorous relationship between - 2beta and @DRUG$ clearance ( Cl - CR ) .	This variability is a major limiting factor in use of dosage regimen nomograms that a constant V-ss - @DRUG$ and a rigorous relationship 2beta and @DRUG$ clearance ( Cl - CR ) .	The variability in how quickly @DRUG$ is eliminated from the body ( V-ss ) and how quickly @DRUG$ is eliminated from the body ( Cl - CR ) makes it difficult to create dosage regimen nomograms that work accurately for all patients.	0
0	Stimulation of the @DRUG$ with the same quantity of odorants 1,8-cineole and @DRUG$-carvone produced depolarization of 6.8 +/- 2.6 mV, but little or no response in the VNO.	Stimulation of the @DRUG$ with the same quantity of odorants 1,8- cineole and @DRUG$ - carvone bring out depolarisation of 6.8 +/- 2.6 mV , but little or no reply in the VNO .	Stimulation of the @DRUG$ with the same quantity of odorants 1,8- cineole and @DRUG$ - carvone no depolarization of 6.8 +/- but mV produced 2.6 little or , response in the VNO .	Stimulation of the @DRUG$ with the same quantity of odorants 1,8- cineole and @DRUG$ - carvone produced depolarization of 6.8 2.6 , but little or no response in the VNO .	Stimulation of the @DRUG$ with the same quantity of odorants 1,8- cineole and @DRUG$ - carvone produced depolarization of 6.8 +/- 2.6 mV , but little or no response in the VNO ."The DRUG	0
0	Compared with placebo, the participants on pantethine showed a significant decrease in total cholesterol at 16 weeks (P=0.040) and LDL-C at 8 and 16 weeks (P=0.020 and P=0.006, respectively), and decreasing trends in non-high-density lipoprotein @DRUG$ at week 8 and week 12 (@DRUG$=0.102 and P=0.145, respectively) that reached significance by week 16 (P=0.042).	Compared with placebo , the participant on pantethine showed a important decrease in sum up cholesterin at 16 hebdomad ( P=0.040 ) and LDL - C at 8 and 16 hebdomad ( P=0.020 and P=0.006 , respectively ) , and decreasing trends in non-high-density lipoprotein @DRUG$ at week 8 and week 12 ( @DRUG$=0.102 and P=0.145 , respectively ) that reached meaning by week 16 ( P=0.042 ) .	Compared with placebo showed week participants on pantethine , a significant decrease in total cholesterol at 16 weeks ( P=0.040 and and LDL - C at 8 the 16 weeks 12 P=0.020 and P=0.006 , respectively ) , and decreasing trends in non-high-density lipoprotein @DRUG$ at and 8 ) week ( ( @DRUG$=0.102 and respectively , P=0.145 ) that reached significance by week 16 ( P=0.042 ) .	Compared with placebo , the participants on pantethine showed a significant decrease cholesterol at weeks ( P=0.040 ) and LDL - C at 8 and 16 weeks ( P=0.020 and P=0.006 , respectively ) , and decreasing trends in non-high-density @DRUG$ at week 8 and week 12 ( @DRUG$=0.102 and P=0.145 , respectively ) that reached significance by week 16 P=0.042 ) .	Compared with placebo, the participants on pantethine showed a significant decrease in total cholesterol at 16 weeks (P=0.040), LDL-C at 8 and 16 weeks (P=0.020 and P=0.006, respectively), and decreasing trends in non-high-density lip	1
1	In this review, we consider the evolution and development of @DRUG$ (TAF), a novel prodrug of tenofovir which offers high antiviral efficacy at doses over @DRUG$ times lower than that of tenofovir disoproxil fumarate (TDF).	indium this review , we consider the evolution and ontogeny of @DRUG$ ( TAF ) , a refreshing prodrug of tenofovir which offers gamy antiviral efficacy at doses over @DRUG$ times lower than that of tenofovir disoproxil fumarate ( TDF ) .	In this review , we consider ( evolution and development of @DRUG$ the TAF ) , a novel prodrug of tenofovir which offers of that efficacy at over doses @DRUG$ times lower than antiviral high tenofovir disoproxil fumarate ( TDF ) .	In this review , consider the evolution and development of @DRUG$ ( ) , a novel prodrug of which offers high antiviral efficacy doses over @DRUG$ times lower that tenofovir disoproxil fumarate ( TDF ) .	@DRUG$ is a prodrug of tenofovir that is more effective than tenofovir disoproxil fumarate (TDF) at lower doses.	1
0	We have compared the binding properties of several @DRUG$ and sila-hexocyclium derivatives to muscarinic M1 receptors (in rat brain, human neuroblastoma (@DRUG$-OK 1) cells and calf superior cervical ganglia), rat heart M2 receptors, rat pancreas M3 receptors and M4 receptors in rat striatum, with their functional antimuscarinic properties in rabbit vas deferens (M1/M4-like), guinea-pig atria (M2), and guinea-pig ileum (M3) muscarinic receptors.	We have compared the binding properties of respective @DRUG$ and sila-hexocyclium derivatives to muscarinic M1 receptors ( in denounce brain , human neuroblastoma ( @DRUG$ - OK 1 ) cadre and calf superior cervical ganglion ) , denounce heart m receptors , denounce pancreas m receptors and M4 receptors in denounce striate body , with their functional antimuscarinic properties in rabbit vas deferens ( M1 / M4 - like ) , guinea- pig atrium ( m ) , and guinea- pig ileum ( m ) muscarinic receptors .	We have compared the binding properties pancreas several @DRUG$ and sila-hexocyclium derivatives to properties M1 receptors ( in receptors brain , ) neuroblastoma ( @DRUG$ - OK 1 ) cells and calf superior cervical ganglia human , rat heart M2 of , rat atria M3 receptors and M4 receptors in rat striatum , with ) functional antimuscarinic muscarinic in rabbit vas deferens ( M1 / M4 - like their , guinea- pig rat ( M2 ) , and guinea- pig ileum ( M3 ) muscarinic receptors .	We have compared the binding properties of several @DRUG$ and derivatives to muscarinic M1 receptors ( rat brain , human neuroblastoma ( @DRUG$ - OK 1 ) cells and calf superior cervical ganglia ) , rat heart M2 receptors , pancreas receptors and M4 receptors rat striatum , their functional antimuscarinic properties in rabbit deferens ( M1 / M4 - like ) , pig atria ( M2 , and guinea- pig ileum ( M3 ) receptors .	We have compared the binding properties of several @DRUG$ and sila-hexocyclium derivatives to muscarinic M1 receptors ( in rat brain , human neuroblastoma ( @DRUG$ - OK 1 ) cells and calf superior cervical ganglia ) , rat heart M2 receptors , rat	0
0	Treatment at this dose decreased low-density lipoprotein (LDL) @DRUG$ levels by 50.9% and apolipoprotein B levels by 55.6% from baseline (@DRUG$<0.001 for both comparisons).	Treatment at this venuss curse decreased low density lipoprotein ( low density lipoprotein ) @DRUG$ levels by 50.9 % and apolipoprotein B levels by 55.6 % from baseline ( @DRUG$ < 0.001 for both comparisons ) .	Treatment apolipoprotein this dose decreased low-density lipoprotein ( LDL ) @DRUG$ levels by 50.9 % and at B levels by 55.6 % from baseline for @DRUG$ < comparisons ( both 0.001 ) .	Treatment at this dose decreased low-density lipoprotein ( LDL ) @DRUG$ levels by 50.9 % and apolipoprotein B levels by 55.6 % from baseline ( @DRUG$ < 0.001 for both comparisons ) .	When @DRUG$ is taken at this dose, it decreases LDL levels by 50.9% and apolipoprotein B levels by 55.6% from baseline.	1
0	Furthermore, @DRUG$ also significantly decreased the @DRUG$-231 tumor burden, with increased apoptosis in MDA-231 breast cancer cells in bone metastases.	Furthermore , @DRUG$ also importantly decreased the @DRUG$ - 231 tumor burden , with increased apoptosis in MDA - 231 breast cancer cells in ivory metastases .	Furthermore , @DRUG$ also significantly decreased the @DRUG$ - 231 tumor burden cells with increased apoptosis in 231 - MDA breast cancer , in bone metastases .	Furthermore , @DRUG$ also significantly decreased the @DRUG$ - 231 burden , with increased apoptosis in MDA - 231 breast cancer cells in bone metastases .	@DRUG$ significantly decreases the amount of @DRUG$ present in tumors, with increased apoptosis (cell death) in MDA-231 breast cancer cells in bone metastases.	0
1	Muscle relaxants include drugs that reduce muscle spasm (for example benzodiazepines such as @DRUG$ (Valium), alprazolam (Xanax), lorazepam (Ativan) and non-benzodiazepines such as metaxalone (Skelaxin) or a combination of paracetamol and orphenadrine (Muscol)) and drugs that prevent increased muscle tone (baclofen and @DRUG$).	brawn relaxants include drugs that reduce brawn cramp ( for deterrent example benzodiazepines such as @DRUG$ ( Valium ) , xanax ( Xanax ) , lorazepam ( Ativan ) and non-benzodiazepines such as metaxalone ( Skelaxin ) or a combination of paracetamol and orphenadrine ( Muscol ) ) and drugs that prevent increase brawn tone ( baclofen and @DRUG$ ) .	Muscle relaxants include such that reduce , and ( for example muscle drugs as @DRUG$ ( Valium ) , alprazolam ( Xanax ) benzodiazepines lorazepam ( Ativan ) and non-benzodiazepines such a metaxalone ( Skelaxin ) or as combination ) paracetamol and orphenadrine ( Muscol ) of spasm drugs that prevent increased muscle tone ( baclofen and @DRUG$ ) .	Muscle relaxants include drugs that reduce muscle spasm ( for example benzodiazepines such as @DRUG$ ( Valium ) , alprazolam ( Xanax ) , lorazepam ( Ativan and non-benzodiazepines such as metaxalone ( ) or a combination of paracetamol and orphenadrine ( Muscol ) ) drugs that prevent increased muscle tone ( baclofen and @DRUG$ )	Muscle relaxants can be classified into two types: drugs that reduce muscle spasm (such as benzodiazepines) and drugs that prevent increased muscle tone (such as baclofen).	1
1	However, these K(i) values are approximately 140-fold greater than the maximal @DRUG$ plasma concentrations following the clinically relevant 6-@DRUG$ oral dose given to healthy volunteers.	However , these potassium ( i ) values are approximately 140 - fold greater than the maximal @DRUG$ blood plasma concentrations following the clinically relevant 6 - @DRUG$ oral dose gift to healthy volunteers .	However , these K ( i ) values are approximately 140 - 6 to than the volunteers @DRUG$ plasma concentrations following the clinically relevant fold - @DRUG$ oral dose given greater healthy maximal .	However , these K ( i ) are approximately 140 fold greater than the maximal @DRUG$ plasma concentrations following the clinically relevant 6 - @DRUG$ oral dose to volunteers .	The maximal @DRUG$ plasma concentrations following the clinically relevant 6 - @DRUG$ oral dose given to healthy volunteers are approximately 140 - fold greater than the K ( i ) values for DRUGA.	0
0	Administration of 6 @DRUG$ spirapril o.@DRUG$. for 3 months did not have any effect on GFR or RPF.	government activity of 6 @DRUG$ spirapril o.@DRUG$ . for 3 months did not have any result on GFR or RPF .	Administration of 6 3 spirapril o.@DRUG$ . for not months did @DRUG$ have any effect on GFR or RPF .	of 6 @DRUG$ spirapril o.@DRUG$ for 3 months did not any effect on GFR or	Administration of 6 @DRUG$ spirapril o.@DRUG$ . for 3 months did not have any effect on GFR or RPF .	0
1	Drugs such as @DRUG$, which block histamine H3 autoreceptors, constitute a newly identified class of stimulants because they increase brain @DRUG$ and enhance wakefulness in animal and human adult narcolepsy.	Drugs such as @DRUG$ , which draw a blank histamine H3 autoreceptors , constitute a newly identified class of stimulants because they increase brain @DRUG$ and heighten wakefulness in animal and man adult narcolepsy .	Drugs such as @DRUG$ , which brain histamine H3 identified and constitute a newly autoreceptors class of stimulants because they increase block @DRUG$ and enhance wakefulness in animal , human adult narcolepsy .	Drugs such as @DRUG$ , which block histamine H3 , constitute a identified class of stimulants because they increase brain @DRUG$ and enhance wakefulness in animal and human adult narcolepsy .	Drugs such as @DRUG$ block histamine H3 autoreceptors, which in turn increases brain @DRUG$ and enhances wakefulness in animal and human adult narcolepsy.	0
0	One trial (n = 148) reported no significant difference in adverse effects for people receiving @DRUG$ @DRUG$ compared with those allocated haloperidol at one, three and six days (RR 0.74, 95% CI 0.43 to 1.27).	One trial ( n = 148 ) reported no important difference in adverse effects for hoi polloi receiving @DRUG$ @DRUG$ compared with those allocated haloperidol at i , three and six day ( RR 0.74 , 95 % CI 0.43 to 1.27 ) .	for trial ( n = 148 ) days no significant difference in adverse effects One people receiving @DRUG$ @DRUG$ compared with those allocated 95 at one , three and six reported ( RR 0.74 , haloperidol 1.27 CI 0.43 to % ) .	One trial ( n = 148 ) reported no significant difference in adverse effects for people receiving @DRUG$ @DRUG$ compared with those allocated haloperidol at one , and six days ( RR 0.74 , 95 % CI 0.43 to ) .	There was no significant difference in adverse effects for people receiving @DRUG$ @DRUG$ compared with those allocated haloperidol at one, three and six days.	0
0	METHODS: One hundred and sixty-five consecutive outpatients with peptic ulcer and H pylori infection were randomly assigned to one of the following three groups and medicated for 7 d. Group A: triple therapy with @DRUG$ (10 @DRUG$ twice daily), clarithromycin (200 mg twice daily) and amoxicillin (750 mg twice daily).	METHODS : One hundred and sixty - five consecutive outpatients with peptic ulcer and H pylori contagion were haphazardly impute to one of the following three groups and medicated for 7 d. chemical group A : triple therapy with @DRUG$ ( 10 @DRUG$ twice daily ) , clarithromycin ( 200 atomic number  twice daily ) and polymox ( 750 atomic number  twice daily ) .	one : One amoxicillin and sixty - five consecutive outpatients with peptic ulcer and H pylori infection were Group assigned to METHODS of the following ) groups and medicated for 7 d. randomly A : triple therapy with @DRUG$ ( 10 @DRUG$ twice daily ) , and ( 200 mg three daily ) clarithromycin hundred ( 750 mg twice daily twice .	METHODS One hundred and - five consecutive outpatients with peptic ulcer and H pylori infection to one of the following three and for 7 d. Group A : triple therapy with @DRUG$ ( 10 @DRUG$ twice daily ) , clarithromycin ( 200 mg daily ) and amoxicillin ( 750 mg daily ) .	Group A : triple therapy with @DRUG$ ( 10 @DRUG$ twice daily ) , clarithromycin ( 200 mg twice daily ) and amoxicillin ( 750 mg twice daily ) .	0
0	Single equimolar doses (0.5 mumol/kg body wt) of @DRUG$ and/or @DRUG$ in true solution in oil were given to eight adult subjects and 13 blood samples were taken during the subsequent 840 h. Whereas the mean serum concentration of lutein showed a single maximum at 16 h, that of beta-carotene peaked at 6 h and then again at 32 h. Subsequently, lutein and beta-carotene were cleared at approximately the same rate from the serum.	Single equimolar doses ( 0.5 mumol / kg trunk wt ) of @DRUG$ and / or @DRUG$ in true solution in oil were given to eight adult subjects and long dozen blood samples were taken during the subsequent 840 h . Whereas the mean value blood serum concentration of lutein demonstrate a single maximum at sixteen h , that of beta-carotene peaked at hexad h and then again at 32 h. after , lutein and beta-carotene were cleared at approximately the same rate from the blood serum .	32 equimolar doses ( 0.5 6 / kg subjects wt ) in @DRUG$ and / or @DRUG$ of true solution in Single were given to eight adult body and 13 blood samples were taken during the subsequent 840 h . Whereas the mean serum concentration of lutein showed a single rate at 16 h , that of oil peaked at Subsequently h and then again at beta-carotene h. mumol , lutein and beta-carotene were cleared at approximately the same maximum from the serum .	Single equimolar doses ( 0.5 mumol kg body wt ) of @DRUG$ and / or @DRUG$ in true solution oil were given to eight subjects and blood samples taken during the 840 h . the serum concentration of lutein showed a single maximum 16 h , that of beta-carotene peaked 6 h and then at Subsequently , lutein and beta-carotene were cleared at approximately same rate from the serum .	Single equimolar doses ( 0.5 mumol / kg body wt ) of @DRUG$ and / or @DRUG$ in true solution in oil were given to eight adult subjects and 13 blood samples were taken during the subsequent 840 h . Whereas the mean serum concentration of lutein showed	0
0	There was a moderate negative correlation between C(max) and age (Spearman correlation @DRUG$ = -0.42; @DRUG$ = 0.04).	There was a centrist electronegative correlation between C( max ) and age ( Spearman correlation @DRUG$ = - 0.42 ; @DRUG$ = 0.04 ) .	There was a C( negative correlation between moderate max ) and age ( Spearman correlation @DRUG$ 0.42 - = ; @DRUG$ = 0.04 ) .	There was a moderate negative correlation between C( max and age Spearman correlation @DRUG$ = - 0.42 ; @DRUG$ = 0.04 ) .	The older a person is, the lower their C( max ) for @DRUG$ will be, and the lower their C( max ) for @DRUG$ will be.	0
0	AREAS COVERED: This paper discusses the pharmacology of @DRUG$ @DRUG$ well as the definition and nosologic boundaries of Lennox-Gastaut Syndrome.	AREAS plow : This paper discusses the pharmacology of @DRUG$ @DRUG$ fountainhead as the definition and nosologic boundaries of Lennox - Gastaut Syndrome .	AREAS COVERED : well paper discusses the pharmacology of @DRUG$ @DRUG$ This as the and definition nosologic boundaries of Lennox - Gastaut Syndrome .	AREAS COVERED : This paper discusses the pharmacology of @DRUG$ @DRUG$ well as the definition and nosologic boundaries of Lennox - Gastaut Syndrome .	@DRUG$ is a drug that is used to treat @DRUG$, which is a type of epilepsy.	0
0	For diagnosing AGHD, the international consensus guidelines have suggested that an insulin tolerance test (ITT) is the @DRUG$ standard, but in Japan, the @DRUG$ releasing peptide-2 (GHRP-2) test is available and is recommended as a convenient and safe GH stimulating test.	For name AGHD , the outside consensus guidelines have suggested that an insulin leeway test ( ITT ) is the @DRUG$ standard , but in Japan , the @DRUG$ releasing peptide - 2 ( GHRP - 2 ) test is available and is recommended as a convenient and rubber GH stimulate test .	For diagnosing AGHD , have ) in guidelines the suggested that an insulin tolerance test ( ITT international 2 the @DRUG$ standard and but consensus Japan , the @DRUG$ releasing peptide - 2 ( GHRP - is ) test is available and is recommended as a convenient , safe GH stimulating test .	For diagnosing , the international guidelines have suggested that an insulin tolerance test ( ITT ) is the @DRUG$ standard , but in , the @DRUG$ releasing peptide - 2 ( GHRP - ) test is available and recommended as a convenient and GH stimulating test .	The international consensus guidelines have suggested that an insulin tolerance test ( ITT ) is the @DRUG$ standard for diagnosing AGHD, but in Japan, the @DRUG$ releasing peptide - 2 ( GHRP - 2 ) test is available and is recommended as a convenient and safe GH stimulating	0
0	@DRUG$ is an @DRUG$ analog which has recently gained attention due to its potential as a stimulant of abuse and the ease with which it is synthesized.	@DRUG$ is an @DRUG$ analog which has latterly gained attention due to its potential as a stimulant of insult and the ease with which it is synthesized .	@DRUG$ is to @DRUG$ analog of has recently gained attention due an its potential as a stimulant which abuse and the ease with which it is synthesized .	@DRUG$ is an @DRUG$ analog which has recently gained attention due its potential as a stimulant abuse and the ease with which it is synthesized .	@DRUG$ is similar to @DRUG$, but is newer and has been gaining attention because it is a potential stimulant of abuse and is easy to synthesize.	0
1	Pizotifen is the most widely used 5-HT2 receptor antagonist in migraine prophylaxis, because of its superior efficacy compared with @DRUG$, and because the incidence and severity of adverse effects with pizotifen is lower compared with @DRUG$ and mianserin.	Pizotifen is the most widely used cinque - HT2 receptor antagonist in migraine prophylaxis , because of its superior efficacy compared with @DRUG$ , and because the relative incidence and rigorousness of adverse effects with pizotifen is modest compared with @DRUG$ and mianserin .	Pizotifen is , most receptor used 5 - HT2 widely antagonist in and prophylaxis the because of its superior efficacy compared with @DRUG$ , effects because the incidence and severity of adverse migraine with pizotifen is lower compared with @DRUG$ and mianserin .	Pizotifen is the most widely used - HT2 receptor antagonist in migraine prophylaxis , of its superior efficacy compared with @DRUG$ and because the incidence and severity of adverse effects with pizotifen is lower compared with @DRUG$ .	Pizotifen is more effective than @DRUG$ at preventing migraines, and has fewer adverse effects than @DRUG$ and mianserin.	0
0	Two 6-month regimens of @DRUG$ and rifampicin supplemented for the first 2 months by streptomycin and pyrazinamide (SHRZ6 regimen), or by ethambutol and @DRUG$ (EHRZ6 regimen), were compared with a 9-month regimen of isoniazid and rifampicin supplemented for the first 2 months by ethambutol (EHR9 regimen).	Two 6 - calendar month regimens of @DRUG$ and rifampicin supplemented for the first 2 calendar month by streptomycin and pyrazinamide ( SHRZ6 regimen ) , or by ethambutol and @DRUG$ ( EHRZ6 regimen ) , were equate with a nina from carolina - calendar month regimen of inh and rifampicin supplemented for the first 2 calendar month by ethambutol ( EHR9 regimen ) .	Two 6 - month regimens of @DRUG$ and rifampicin supplemented with the first 2 months by streptomycin and pyrazinamide ( the regimen ) , or by ethambutol and @DRUG$ ( EHRZ6 regimen ) months were and for a 9 - month regimen of isoniazid compared rifampicin supplemented for SHRZ6 first 2 , ethambutol by ( EHR9 regimen ) .	Two 6 - month regimens of @DRUG$ and rifampicin for the first 2 months by pyrazinamide ( SHRZ6 regimen ) or by ethambutol and @DRUG$ ( EHRZ6 regimen ) , were compared with a 9 month regimen of isoniazid and rifampicin supplemented for the first 2 months by ethambutol ( EHR9 regimen ) .	Two 6 - month regimens of @DRUG$ and rifampicin supplemented for the first 2 months by streptomycin and pyrazinamide ( SHRZ6 regimen ) , or by ethambutol and @DRUG$ ( EHRZ6 regimen ) , were compared	0
0	Determination of @DRUG$ and @DRUG$ in human plasma by electrospray HPLC/MS/MS.	Determination of @DRUG$ and @DRUG$ in human plasm by electrospray HPLC / MS / MS .	Determination / @DRUG$ and @DRUG$ in human plasma by electrospray HPLC of MS / MS .	Determination of @DRUG$ and @DRUG$ in human plasma by electrospray HPLC / MS / MS	The determination of @DRUG$ and @DRUG$ in human plasma by electrospray HPLC / MS / MS.	0
0	Recent advances in the use of @DRUG$ 0.1%/@DRUG$ 2.5% to treat patients with moderate to severe acne.	Recent advances in the purpose of @DRUG$ 0.1% / @DRUG$ 2.5 % to plow patients with moderate to severe acne .	Recent advances moderate the use of @DRUG$ 0.1% % @DRUG$ 2.5 / to treat patients with in to severe acne .	Recent advances in the @DRUG$ 0.1% / @DRUG$ 2.5 % to treat patients with moderate to severe acne .	@DRUG$ is a recent advance that is used to treat patients with moderate to severe acne. @DRUG$ is a medication that has been used for a long time to treat acne.	0
1	Renal elimination of conjugates of hydrazine cleavage metabolites (mostly @DRUG$ M3 and M4) accounted for 31% of the radiodose, with no unchanged @DRUG$ detected in urine.	nephritic elimination of conjugates of hydrazine cleavage metabolites ( mostly @DRUG$ M3 and M4 ) accounted for 31 % of the radiodose , with no unchanged @DRUG$ find in water .	Renal elimination of conjugates of hydrazine cleavage metabolites ( mostly @DRUG$ M3 unchanged M4 ) accounted for 31 % of the radiodose detected with and no @DRUG$ , in urine .	Renal elimination of conjugates of hydrazine cleavage metabolites @DRUG$ M3 and accounted for 31 the radiodose , with no unchanged @DRUG$ detected in urine .	Hydrazine cleavage metabolites (mostly @DRUG$ M3 and M4) account for 31% of the radiodose, with no unchanged @DRUG$ detected in urine.	0
0	The fluctuation between maximal and minimal drug levels within the dosage interval was found to be more pronounced than with a t.i.d. dosage regimen, but still limited (mean ratio = 1.54; range = 1.0--2.16), and the minimum levels (mean = 102 ng/ml; range 46--250 @DRUG$/ml) were well compatible with published t.i.@DRUG$. data.	The variation between maximal and minimal drug take down within the dosage interval was feel to be more label than with a t.i.d. dosage regimen , but notwithstanding limited ( mean ratio = 1.54 ; range = 1.0--2.16 ) , and the minimum take down ( mean = 102 nanogram / ml ; range 46--250 @DRUG$ / ml ) were well compatible with published t.i.@DRUG$ . data .	t.i.@DRUG$ fluctuation between maximal and minimal / levels within published dosage interval was found levels be more pronounced than with a t.i.d. dosage regimen , but still limited ( mean ratio = 1.54 ; range = 1.0--2.16 ) , ml the mean to ( minimum = 102 ng drug and ; range 46--250 @DRUG$ / ml ) were well compatible with the The . data .	The fluctuation between maximal and minimal drug levels within the dosage interval was to be more pronounced than with a t.i.d. regimen , but still limited ( mean = 1.54 ; = 1.0--2.16 ) , and the minimum levels ( mean = 102 ng / ml ; / ml ) were well compatible published t.i.@DRUG$ . data .	The fluctuation between maximal and minimal drug levels within the dosage interval was found to be more pronounced than with a t.i.d. dosage regimen , but still limited ( mean ratio = 1.54 ; range = 1.0--2.16 ) , and the minimum levels ( mean =	1
0	One of the most interesting yet controversial dietary approaches has been the possible prophylactic role of dietary gamma-@DRUG$ (@DRUG$) in treating various chronic disease states.	One of the most worry so far controversial dietary approaches has been the possible prophylactic role of dietary gamma- @DRUG$ ( @DRUG$ ) in treating various chronic disease states .	One of the most has yet controversial dietary approaches interesting been the possible prophylactic role of chronic gamma- @DRUG$ ( @DRUG$ ) in treating various dietary disease states .	One of the most interesting yet controversial dietary approaches has been the possible prophylactic role of dietary gamma- @DRUG$ ( @DRUG$ ) in treating various disease states .	There is some evidence that suggests that dietary gamma- @DRUG$ may help to prevent some chronic diseases, but the evidence is controversial.	1
0	In patients with acute GORD with oesophagitis, omeprazole is at least @DRUG$ effective as lansoprazole or pantoprazole in promoting healing, and superior to ranitidine, @DRUG$ or cisapride in oesophagitis healing and symptom relief.	inch patients with acute GORD with oesophagitis , omeprazole is at least @DRUG$ effective as prevacid or pantoprazole in promoting healing , and superior to ranitidine , @DRUG$ or cisapride in oesophagitis healing and symptom rest .	In with with acute GORD patients oesophagitis , is omeprazole at least @DRUG$ effective as lansoprazole or pantoprazole , promoting healing , and superior to ranitidine in @DRUG$ or cisapride in oesophagitis healing and symptom relief .	In patients with acute GORD , is least @DRUG$ effective as lansoprazole or pantoprazole in promoting healing , and superior to ranitidine , @DRUG$ or cisapride in oesophagitis healing and symptom relief .	In patients with acute GORD with oesophagitis, omeprazole is more effective than lansoprazole or pantoprazole in promoting healing, and superior to ranitidine, cisapride, or any other drug in oesophagitis healing and symptom relief	1
0	The addition of @DRUG$ has no additional effect when @DRUG$ is used at normal-to-high clinical doses in healthy cats.	The addition of @DRUG$ has no additional effect when @DRUG$ is used at normal - to - high clinical department of state in levelheaded cats .	The addition of @DRUG$ has no is - when @DRUG$ additional used at normal - to effect high clinical doses in healthy cats .	The addition of @DRUG$ has no additional effect when @DRUG$ is used at normal - to high clinical doses in healthy cats .	Adding @DRUG$ to @DRUG$ does not have any additional effect when DRUGB is used at normal to high clinical doses in healthy cats.	0
0	They received no supplements for the first 8 @DRUG$ and then received either 7.5 g/d @DRUG$ oil (3 g DHA/d) or olive oil (placebo) for the last 90 d. Blood samples were collected from fasting men on study days -7, 0, 45, 84, and 91.	They received no supplements for the beginning viii @DRUG$ and then received either 7.5 g/d @DRUG$ oil ( deuce ace g DHA / d ) or olive oil ( placebo ) for the last 90 d. Blood samples were collected from fasting men on study days - 7 , 0 , 45 , lxxxiv , and xci .	They received no supplements for ( first 3 @DRUG$ and the received either 7.5 g/d @DRUG$ oil then 8 g DHA / d ) or , oil ( placebo ) for the last 90 45 Blood samples were collected from fasting men on study days - 7 , 0 , d. olive 84 , and 91 .	They received no supplements for the first 8 @DRUG$ and then received either 7.5 g/d @DRUG$ oil ( 3 DHA / d or olive oil ( ) for last 90 d. Blood were collected from fasting men on study days - 7 , 0 , 84 , and 91 .	They received no supplements for the first 8 days, then received either 7.5 g/d @DRUG$ oil ( 3 g DHA / d ) or olive oil ( placebo ) for the last 90 days. Blood samples were collected from fasting men on study days - 7, 0, 45,	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, @DRUG$, ethanol, propylene glycol, glycerin, @DRUG$, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially available oral and injectable solution formulations give away that the solubilizing excipients let in water - soluble constitutional solvents ( polyethylene glycol 300 , @DRUG$ , fermentation alcohol , propylene glycol , glycerin , @DRUG$ , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactant ( Cremophor elevated railroad , Cremophor hypothalamic releasing hormone 40 , Cremophor hypothalamic releasing hormone  , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS xv , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acidulous ester of nog 300 , 400 , or 1750 ) , water - insoluble lipids ( beaver oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint gum oil , safflower oil , benny oil , soybean oil , hydrogenate veg oils , hydrogenate soybean oil , and medium- string triglycerides of cocoa palm oil and palm germ oil ) , constitutional liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acidulous , medium- string mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenate soya phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available glycol and injectable solution formulations reveals that - solubilizing excipients include water the soluble organic solvents ( polyethylene oral 300 and @DRUG$ , ethanol , propylene glycol , glycerin , @DRUG$ , dimethylacetamide , oil dimethylsulfoxide L-alpha-dimyristoylphosphatidylglycerol , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH alpha-cyclodextrin , glycol polyethylene d-alpha-tocopherol 1000 succinate , , 20 sesame polysorbate 80 , Solutol HS 15 and beta-cyclodextrin monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , or , Gellucire ) , and 767 polysorbate , mono- and di-fatty acid esters of PEG 300 , and , Labrasol 1750 acid , water - insoluble lipids ( oil oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower castor , , oil , soybean hydrogenated , hydrogenated vegetable oils , hydrogenated , oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids , beeswax , d-alpha-tocopherol , oleic ) , medium- chain mono- , diglycerides ) , various cyclodextrins ( 60 ( beta-cyclodextrin , hydroxypropyl- sorbitan , and sulfobutylether - beta-cyclodextrin ) , Softigen phospholipids ( 400 soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine soybean 44/14 ) .	review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents polyethylene glycol 300 , @DRUG$ , ethanol , glycol , glycerin , @DRUG$ , dimethylacetamide , and dimethylsulfoxide ) non-ionic surfactants ( Cremophor EL , Cremophor 40 , RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , 80 , HS 15 , sorbitan , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and and acid esters of PEG 300 , 400 , or 1750 ) , insoluble lipids ( oil , corn , cottonseed oil olive , oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable , hydrogenated soybean oil , medium- chain triglycerides of coconut and palm seed oil ) organic liquids / semi-solids ( , d-alpha-tocopherol , oleic acid , chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , beta-cyclodextrin , and sulfobutylether beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , , ) .	@DRUG$ is a water-soluble organic solvent that is used to dissolve @DRUG$, which is an insoluble lipid. DRUGA and DRUGB are both cyclodextrins.	0
0	CEM-101 was the most potent antimicrobial agent tested against @DRUG$. pneumophila, with all MIC values at < or = 0.015 mg/L (telithromycin MIC90=0.03 @DRUG$/L).	CEM -  was the most potent germicide agent tested against @DRUG$ . pneumophila , with all MIC values at < or = 0.015 mg / cubic decimetre ( telithromycin MIC90=0.03 @DRUG$ /L ) .	CEM - 101 was the most tested antimicrobial agent potent against /L . pneumophila , with all MIC values at < or = 0.015 mg @DRUG$ L ( telithromycin MIC90=0.03 / @DRUG$ ) .	CEM - 101 the potent antimicrobial agent tested against @DRUG$ . pneumophila , with all MIC values at < or = 0.015 mg / L ( telithromycin MIC90=0.03 @DRUG$ /L )	CEM - 101 was the most potent antimicrobial agent tested against @DRUG$ . pneumophila , with all MIC values at < or = 0.015 mg / L ( telithromycin MIC90=0.03 @DRUG$ /L ) ."DRUGA is more	0
0	@DRUG$ 30 mg/day, omeprazole 20 mg/day and pantoprazole 40 @DRUG$/day all provided similar symptom relief in these patients.	@DRUG$ 30 mg / day , omeprazole xx mg / day and pantoprazole 40 @DRUG$ / day all provided interchangeable symptom relief in these patients .	@DRUG$ 30 mg / day 20 omeprazole , mg / day relief pantoprazole 40 @DRUG$ / day all provided similar symptom and in these patients .	@DRUG$ 30 mg day omeprazole 20 mg / day and pantoprazole 40 @DRUG$ / day all provided similar symptom relief in these patients .	All three drugs provided similar symptom relief in these patients.	1
0	There were no significant differences in number of episodes of feeding intolerance or in time to first stool or void between @DRUG$-exposed and control infants (all @DRUG$ > or = 0.31).	There were no significant differences in number of episode of feeding intolerance or in time to for the first time stool or void between @DRUG$ - exposed and hold infants ( all @DRUG$ > or = 0.31 ) .	There were no time differences in number or episodes of - intolerance or in significant to first stool or void between @DRUG$ feeding exposed and control infants ( all @DRUG$ > of = 0.31 ) .	There were no significant differences in number of episodes of feeding intolerance or in time to first stool or void between @DRUG$ - exposed and control infants all @DRUG$ > or = 0.31 ) .	There were no significant differences in number of episodes of feeding intolerance or in time to first stool or void between @DRUG$ - exposed and control infants ( all @DRUG$ > or = 0.31 ) ."There was no significant difference in the number of episodes of feeding intolerance, the time	0
0	In this study, we have investigated whether chlorzoxazone metabolism in fasted rats was changed by determining the pharmacokinetics of @DRUG$ and its metabolite, 6-hydroxychlorzoxazone (6-OHCZ), @DRUG$ a CYP2E1 probe, and by measuring liver CYP2E1 using immunoblot techniques.	In this study , we have investigated whether chlorzoxazone metabolic process in fast so and so was convert by determining the pharmacokinetics of @DRUG$ and its metabolite , 6 - hydroxychlorzoxazone ( 6 - OHCZ ) , @DRUG$ a CYP2E1 probe , and by measuring liver CYP2E1 using immunoblot techniques .	In this study , measuring have investigated whether chlorzoxazone CYP2E1 in , rats was changed by determining the pharmacokinetics metabolism @DRUG$ and its metabolite , 6 - hydroxychlorzoxazone ( 6 - OHCZ ) fasted @DRUG$ a of probe , and by we liver CYP2E1 using immunoblot techniques .	In this study , we have investigated chlorzoxazone metabolism in by determining the pharmacokinetics of @DRUG$ and its metabolite 6 hydroxychlorzoxazone ( 6 - OHCZ ) , @DRUG$ , and by measuring liver CYP2E1 using immunoblot techniques .	We found that the metabolism of chlorzoxazone was changed by the presence of @DRUG$, resulting in a decrease in the formation of 6-OHCZ.	1
0	No significant differences in caloric intake between the low-fat diet and the low-fat diet + 2% @DRUG$/w @DRUG$.	No significant differences in caloric intake between the low-fat diet and the low-fat diet + two % @DRUG$ / double u @DRUG$ .	significant No differences in intake caloric between the low-fat diet and the low-fat diet + 2 % @DRUG$ / w @DRUG$ .	No significant differences caloric intake between the low-fat diet and the low-fat diet + 2 % @DRUG$ / w @DRUG$ .	There is no significant difference in caloric intake between the low-fat diet and the low-fat diet + 2% @DRUG$ / w @DRUG$ .	0
1	This method allowed the detection of therapeutic concentrations of @DRUG$, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and @DRUG$ in urine samples.	This method acting tolerate the detection of therapeutic concentrations of @DRUG$ , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , lodine , fenbufen , fenoprofen , flufenamic acid , ansaid , ibuprofen , indometacin , kebuzone , oruvail , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naproxen , niflumic acid , butazolidin , suxibuzone , tiaprofenic acid , tolfenamic acid , and @DRUG$ in urine samples .	, method allowed the detection of therapeutic concentrations of @DRUG$ , This ( meclofenamic ) diclofenac acetylsalicylic acid , , , diflunisal , etodolac , fenbufen , phenylbutazone , acid acid acetaminophen flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , paracetamol acid , mefenamic flufenamic , mofebutazone , naproxen , niflumic acid , fenoprofen , suxibuzone , tiaprofenic acid , tolfenamic acid , and @DRUG$ in urine samples .	method allowed the detection of therapeutic concentrations of @DRUG$ , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid mofebutazone , naproxen , niflumic acid , , suxibuzone , tiaprofenic acid , acid , and @DRUG$ in urine samples .	The method allowed the detection of therapeutic concentrations of @DRUG$ and @DRUG$ in urine samples.	0
0	According to a latin square design 9 subjects received in random order single doses of either 20 mg i.v. over 1 h or 20 or 40 @DRUG$ @DRUG$.o. On each of the three occasions, torasemide and its metabolites were analysed in plasma and urine up to 24 h. From the results of urinary excretion and plasma AUC, the availability of torasemide from the tablet was 80% to 90%, i.e. nearly complete.	According to a latin substantial design 9 submit received in random order one doses of either 20 mg i.v. over 1 h or 20 or 40 @DRUG$ @DRUG$ .o. On each of the three occasions , torasemide and its metabolites were psychoanalyse in blood plasma and urine up to 24 h . From the consequence of urinary excretion and blood plasma AUC , the availability of torasemide from the lozenge was 80 % to 90 % , i.e. nearly complete .	According to a latin square design were subjects received in random to From doses of either 20 urinary i.v. over 1 h or 20 or 40 @DRUG$ @DRUG$ .o. On each of the three occasions , torasemide to its metabolites 9 analysed in plasma and urine up and i.e. h . single the results of mg excretion and plasma AUC , the availability of torasemide from the tablet was 80 % complete 90 % , 24 nearly order .	According to a latin square design 9 received in random order single doses of either 20 mg i.v. over 1 h or 20 or 40 @DRUG$ @DRUG$ On each of the three occasions , torasemide and its metabolites were analysed in and up to h From the results of excretion and , the availability of torasemide from the tablet was 80 % to 90 , i.e. nearly complete .	Subjects received either 20 mg of torasemide (@DRUG$) or 20 or 40 mg of a related drug (@DRUG$) in random order. On each of the three occasions, torasemide and its metabolites were analysed in plasma and urine up to 24 hours. From	0
0	After two hours, @DRUG$-@DRUG$ showed significant reduction compared with racemic epinephrine (one RCT, SMD 0.87; 95% CI 0.09 to 1.65).	After two hours , @DRUG$ - @DRUG$ showed significant decrease compared with racemic adrenaline ( one RCT , SMD 0.87 ; 95 % CI 0.09 to 1.65 ) .	After two hours , @DRUG$ - @DRUG$ showed significant reduction compared with racemic epinephrine 0.87 one RCT , SMD ( ; 95 % 0.09 CI to 1.65 ) .	After two hours , @DRUG$ - @DRUG$ showed significant reduction compared with racemic epinephrine ( one RCT , SMD 0.87 ; 95 % CI 0.09 to ) .	After two hours, @DRUG$ showed a significant reduction compared with racemic epinephrine (one RCT, SMD 0.87; 95% CI 0.09 to 1.65).	1
0	The Rf-values as well as the partition coefficients for chloroform and @DRUG$ and ethyl @DRUG$ to ten per cent H2SO4 and for n-hexane and acetonitrile are given for butonate and the metabolites together with the amounts of metabolite, following in vivo metabolic degradation.	The Rf-values as well as the sectionalization coefficients for chloroform and @DRUG$ and ethyl radical @DRUG$ to ten per centime H2SO4 and for n-hexane and acetonitrile are given for butonate and the metabolites together with the amounts of metabolite , accompany in vivo metabolic degradation .	The following as well n-hexane the partition coefficients for chloroform and @DRUG$ and ethyl @DRUG$ to ten per cent H2SO4 and for as metabolite acetonitrile are given for butonate and the metabolites together with the amounts , and of Rf-values in vivo metabolic degradation .	The Rf-values as as the partition coefficients for chloroform and @DRUG$ and ethyl @DRUG$ to ten per cent H2SO4 and n-hexane and acetonitrile are given for butonate and the metabolites together with the of metabolite , following in vivo metabolic degradation .	The Rf-values as well as the partition coefficients for chloroform and @DRUG$ and ethyl @DRUG$ to ten per cent H2SO4 and for n-hexane and acetonitrile are given for butonate and the metabolites together with the amounts of metabolite	0
0	Reactive oxygen species and mitochondrial @DRUG$-regulated potassium channels mediate @DRUG$-induced preconditioning against myocardial infarction in vivo.	Reactive atomic number  species and mitochondrial @DRUG$ - regulated potassium channels mediate @DRUG$ - induced preconditioning against myocardial infarct in vivo .	Reactive infarction species and mitochondrial @DRUG$ - regulated potassium channels mediate @DRUG$ - induced preconditioning against vivo oxygen in myocardial .	Reactive oxygen species and mitochondrial @DRUG$ - regulated potassium channels mediate @DRUG$ - induced preconditioning against myocardial in vivo .	Reactive oxygen species and mitochondrial @DRUG$ regulate potassium channels which in turn mediate @DRUG$ induced preconditioning against myocardial infarction in vivo .	0
0	In addition, our data show that 3 product candidates (leronlimab, brolucizumab, polatuzumab vedotin) may enter regulatory review by the end of 2018, and at least 12 (eptinezumab, teprotumumab, @DRUG$, satralizumab, tanezumab, isatuximab, spartalizumab, MOR208, oportuzumab monatox, TSR-042, @DRUG$, ublituximab) may enter regulatory review in 2019.	In improver , our datum display that 3 product candidates ( leronlimab , brolucizumab , polatuzumab vedotin ) may infix regulatory brush up by the remainder of 2018 , and at least 12 ( eptinezumab , teprotumumab , @DRUG$ , satralizumab , tanezumab , isatuximab , spartalizumab , MOR208 , oportuzumab monatox , TSR - 042 , @DRUG$ , ublituximab ) may infix regulatory brush up in 2019 .	In , , our 2018 show that 3 product candidates ( leronlimab , brolucizumab , data vedotin ) may enter regulatory review by the ublituximab of polatuzumab ( and at least , , eptinezumab , teprotumumab , @DRUG$ , satralizumab 12 tanezumab , isatuximab , spartalizumab , MOR208 , oportuzumab monatox , TSR - 042 addition @DRUG$ , end ) may enter regulatory review in 2019 .	addition our show that 3 product candidates ( , brolucizumab , polatuzumab vedotin ) may regulatory the end of 2018 , and at least 12 ( eptinezumab , teprotumumab , @DRUG$ , satralizumab , , isatuximab , spartalizumab , , oportuzumab monatox , TSR - @DRUG$ , ) may enter regulatory review in 2019 .	At least 12 product candidates ( eptinezumab , teprotumumab , @DRUG$ , satralizumab , tanezumab , isatuximab , spartalizumab , MOR208 , oportuzumab monatox ,	1
0	CONCLUSIONS AND CLINICAL RELEVANCE: Single IV and orally administered doses of @DRUG$ were well tolerated by blue and @DRUG$ macaws.	CONCLUSIONS AND clinical relevance : Single IV and orally administered doses of @DRUG$ were well tolerated by blue and @DRUG$ macaws .	CONCLUSIONS AND CLINICAL RELEVANCE were Single by and orally administered doses of @DRUG$ : well tolerated IV blue and @DRUG$ macaws .	AND CLINICAL RELEVANCE : Single IV and orally administered doses of @DRUG$ were well tolerated by blue and @DRUG$ macaws .	The two drugs were found to be safe when given to macaws, with no adverse effects observed.	1
0	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and/or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (fenfluramine, dexfenfluramine, phentermine and sibutramine), tricyclic derivatives (@DRUG$), @DRUG$ derivatives (ephedrin, phenylpropanolamine), phenylpropanolamine oxytrifluorphenyl derivative (fluoxetine), a naftilamine derivative (sertraline) and a lipstatine derivative (orlistat).	The source present an blanket review on the criteria for anti-obesity management efficaciousness , on physiological mechanics that regulate cardinal and / or peripheral energy homeostasis ( nutrients , monoamine , and peptides ) , on beta- phenethylamine pharmacologic derived function agents ( fenfluramine , dexfenfluramine , phentermine and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , @DRUG$ derivatives ( ephedrin , phenylpropanolamine ) , phenylpropanolamine oxytrifluorphenyl derived function ( fluoxetine ) , a naftilamine derived function ( sertraline ) and a lipstatine derived function ( orlistat ) .	pharmacological authors dexfenfluramine an extensive review on the criteria for anti-obesity management efficacy , on physiological ) that regulate central , ( , peripheral energy homeostasis ( nutrients , monoamines , and and ) , on beta- phenethylamine , derivative agents / fenfluramine , present , phentermine peptides sibutramine mechanisms or tricyclic derivatives ( @DRUG$ ) , @DRUG$ derivatives ( ephedrin , phenylpropanolamine ) and phenylpropanolamine oxytrifluorphenyl derivative ( fluoxetine ) The a naftilamine derivative ( sertraline ) and a lipstatine derivative ( orlistat ) .	authors present an extensive review on the criteria anti-obesity management efficacy , on physiological that regulate central and / or peripheral energy homeostasis ( nutrients , , and peptides ) , on phenethylamine derivative agents ( fenfluramine , dexfenfluramine , phentermine and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , @DRUG$ derivatives ( ephedrin phenylpropanolamine ) , oxytrifluorphenyl derivative ( ) , a naftilamine derivative ( sertraline ) and a lipstatine derivative ( orlistat ) .	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and / or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (fenfluramine, de	1
0	RESULTS: Among the apixaban-treated participants, anti-factor Xa activity was reduced by 94% among those who received an andexanet bolus (24 participants), as compared with 21% among those who received placebo (9 participants) (P<0.001), and unbound apixaban concentration was reduced by 9.3 @DRUG$ per milliliter versus 1.9 ng per milliliter (@DRUG$<0.001); thrombin generation was fully restored in 100% versus 11% of the participants (P<0.001) within 2 to 5 minutes.	RESULTS : Among the apixaban-treated participant , anti-factor Xa natural process was cut down by 94 % among those who received an andexanet bolus ( two dozen participant ) , as equate with 21 % among those who received placebo (  participant ) ( P< 0.001 ) , and unbound apixaban engrossment was cut down by 9.3 @DRUG$ per milliliter versus 1.9 ng per milliliter ( @DRUG$ < 0.001 ) ; thrombin generation was fully restored in 100 % versus  % of the participant ( P<0.001 ) inside 2 to 5 minutes .	RESULTS : Among ) apixaban-treated participants , anti-factor Xa 9 was 94 by reduced % among those activity received an andexanet bolus ( 24 participants participants , as compared with concentration % among those who received by ( who participants ) ( P< 0.001 ) , and unbound apixaban restored was reduced placebo 9.3 @DRUG$ per milliliter versus 1.9 ng per milliliter ( @DRUG$ < 0.001 ) ; thrombin generation was fully P<0.001 in 100 % versus 11 % of the ) ( 21 the within 2 to 5 minutes .	RESULTS : Among the apixaban-treated participants , anti-factor Xa activity was reduced by 94 % among those who received andexanet bolus ( 24 participants ) , as compared with 21 % among those who received ( P< 0.001 ) , and unbound apixaban concentration was reduced by 9.3 @DRUG$ per milliliter versus 1.9 ng per milliliter @DRUG$ < ) ; thrombin generation was fully restored in 100 % 11 % the participants ( P<0.001 ) within 2 to 5 minutes .	Among the apixaban-treated participants, anti-factor Xa activity was reduced by 94 % among those who received an andexanet bolus ( 24 participants ), as compared with 21 % among those who received placebo ( 9 participants ) ( P< 0.001 ) , and unbound	1
0	In the urine of rats as metabolites of the theophylline-derivative 7-[2-hydroxy - 3 - (N-methyl-N-2-hydroxyethyl)-amino-propyl]-@DRUG$ (@DRUG$), the two stereoisomeric 2-coffeinyl-N-methyl-6-hydroxy-morpholines were found.	In the urine of rats as metabolite of the theophylline - derivative 7 -[ 2- hydroxy - troika - ( N- methyl-N-2-hydroxyethyl) -amino-propyl ]-@DRUG$ ( @DRUG$ ) , the ii stereoisomeric two - coffeinyl - N-methyl - 6- hydroxy - morpholines were found .	In the urine of rats as metabolites of the theophylline - derivative ( - 2- hydroxy - 3 - ( two methyl-N-2-hydroxyethyl) -amino-propyl ]-@DRUG$ 7 @DRUG$ ) , the N- stereoisomeric 2 -[ coffeinyl - N-methyl - 6- hydroxy - morpholines were found .	the urine of rats as metabolites of the theophylline - derivative 7 -[ 2- hydroxy - 3 - N- methyl-N-2-hydroxyethyl) -amino-propyl ]-@DRUG$ ( @DRUG$ ) the two stereoisomeric 2 - coffeinyl - N-methyl - 6- hydroxy - morpholines were found	@DRUG$ is a derivative of theophylline, and @DRUG$ is a metabolite of DRUGA. In the urine of rats, two stereoisomeric 2-coffeinyl-N-methyl-6-hydroxy-morpholines were found as metabolites of DR	0
0	Complementary and alternative medicines such @DRUG$ @DRUG$ (melaleuca) oil have become increasingly popular in recent decades.	Complementary and alternative medicines such @DRUG$ @DRUG$ ( melaleuca ) oil have become increasingly democratic in recent decades .	Complementary and alternative medicines recent @DRUG$ @DRUG$ ( melaleuca ) oil have become increasingly popular in such decades .	Complementary and alternative medicines such @DRUG$ @DRUG$ ( melaleuca ) oil have become increasingly popular in recent decades .	Complementary and alternative medicines such as melaleuca oil have become increasingly popular in recent decades.	1
0	Inhibitors of CYP3A4, such @DRUG$ fluconazole, and of CYP2D6, such as @DRUG$, increase methadone blood concentrations.	Inhibitors of CYP3A4 , such @DRUG$ fluconazole , and of CYP2D6 , such as @DRUG$ , increase methadone profligate immersion .	Inhibitors of CYP3A4 , such @DRUG$ fluconazole , and of CYP2D6 , as such @DRUG$ , increase methadone concentrations blood .	Inhibitors of CYP3A4 , such @DRUG$ fluconazole , and of CYP2D6 , such as @DRUG$ , increase methadone blood concentrations .	If you are taking a drug that inhibits the activity of CYP3A4 (such as fluconazole), or a drug that inhibits the activity of CYP2D6 (such as methadone), then your blood concentration of the other drug will be higher than it would be if	1
0	CONCLUSION: @DRUG$ as first line intervention and @DRUG$ in the remaining gave best cost-effective results in the study patients of scabies.	CONCLUSION : @DRUG$ as first line of work intervention and @DRUG$ in the continue gave best cost-effective results in the study patients of scabies .	CONCLUSION : @DRUG$ best first as intervention and @DRUG$ in the remaining gave line cost-effective results in the study patients of scabies .	CONCLUSION : @DRUG$ as line intervention and @DRUG$ in the remaining gave best cost-effective results in the study patients of scabies .	@DRUG$ is more effective than @DRUG$, and should be used as the first line of treatment for scabies.	0
0	The serum TSH response to @DRUG$-TRH also was greater than that to @DRUG$ alone.	The serum tsh response to @DRUG$ - TRH also was greater than that to @DRUG$ alone .	The serum - response to @DRUG$ TSH TRH also was greater than that to @DRUG$ alone .	The serum TSH response to @DRUG$ - TRH also was greater than that to @DRUG$ alone .	The serum TSH response to @DRUG$ - TRH was greater than that to @DRUG$ alone.	0
0	Although binding studies have revealed an affinity of @DRUG$ to @DRUG$ 5-HT(2) receptors, the drug is without effect, except at very high concentrations, on serotonin-induced contraction in an isolated canine femoral artery preparation.	Although binding studies have revealed an affinity of @DRUG$ to @DRUG$ 5 - HT ( 2 ) receptors , the do drugs is without impression , except at very high concentrations , on serotonin-induced contraction in an isolated dogtooth femoral artery grooming .	Although binding studies have revealed an affinity of @DRUG$ to @DRUG$ 5 - artery ( 2 ) receptors , the drug is femoral effect , except at very high concentrations canine on serotonin-induced contraction in an isolated HT without , preparation .	Although binding studies have revealed an affinity of @DRUG$ to @DRUG$ 5 - ( 2 ) , drug is effect , except at very high , on serotonin-induced contraction in an isolated canine femoral artery preparation .	@DRUG$ binds to serotonin receptors, but does not have any effect on serotonin-induced contraction in an isolated canine femoral artery preparation, except at very high concentrations.	1
0	RATIONALE: Several drugs used to treat bipolar disorder (lithium and carbamazepine), when administered chronically to rats, reduce the turnover of @DRUG$, but not docosahexaenoic acid, in brain @DRUG$ by decreasing the activity of an arachidonic acid-selective phospholipase A(2).	RATIONALE : several drugs used to treat bipolar unhinge ( lithium and carbamazepine ) , when administered chronically to rats , abbreviate the turnover of @DRUG$ , but not docosahexaenoic acid , in mastermind @DRUG$ by decreasing the activity of an arachidonic acid-selective phospholipase A ( 2 ) .	RATIONALE : Several drugs used to treat bipolar disorder ( lithium and carbamazepine activity , when administered chronically to rats , reduce the turnover of @DRUG$ decreasing , but docosahexaenoic acid , in brain @DRUG$ by not the ) of an arachidonic acid-selective phospholipase A ( 2 ) .	Several drugs to treat bipolar disorder ( lithium and carbamazepine ) , when administered chronically to rats , the turnover of @DRUG$ but docosahexaenoic acid , in brain @DRUG$ by decreasing the activity of an arachidonic acid-selective phospholipase A ( )	Lithium and carbamazepine, when administered chronically to rats, reduce the turnover of @DRUG$ in brain @DRUG$ by decreasing the activity of an arachidonic acid-selective phospholipase A (2).	0
0	Phase III studies of this ER carbidopa-levodopa capsule formulation in patients with PD have shown a significant reduction in 'off' time compared with IR carbidopa-levodopa and @DRUG$-@DRUG$-entacapone.	stage III studies of this ER carbidopa-levodopa capsule formulation in patients with PD have establish a significant reduction in ' off ' clip compared with IR carbidopa-levodopa and @DRUG$ - @DRUG$ - entacapone .	Phase III studies of this ER carbidopa-levodopa with formulation in patients capsule PD have shown a significant reduction in ' off IR time compared with ' carbidopa-levodopa and @DRUG$ - @DRUG$ - entacapone .	Phase III studies of this carbidopa-levodopa capsule formulation in patients with PD shown a significant reduction in ' off ' time compared with IR carbidopa-levodopa and @DRUG$ @DRUG$ - entacapone .	Phase III studies of this ER carbidopa-levodopa capsule formulation in patients with PD have shown a significant reduction in ' off ' time compared with IR carbidopa-levodopa and @DRUG$ - @DRUG$ - entacapone ."DRUGA is more	0
1	METHODS: The @DRUG$ channel blockers were tested in rats trained to discriminate 2 mg/kg @DRUG$, i.p., from saline using a standard two-lever drug discrimination procedure with responding under a fixed ratio (FR) 32 schedule of food reinforcement.	METHODS : The @DRUG$ channel blockers were tested in rats trained to discriminate 2 milligram / kg @DRUG$ , i.p. , from saline using a standard two -lever dose discrimination procedure with responding under a fixate ratio ( fr ) 32 schedule of food reinforcement .	-lever : The @DRUG$ channel blockers were tested in rats trained to discriminate using / mg kg @DRUG$ with i.p. , from saline 2 a standard two METHODS drug discrimination procedure , responding under a fixed ratio ( FR ) 32 schedule of food reinforcement .	METHODS : The @DRUG$ channel blockers were tested in rats trained to discriminate 2 mg / kg @DRUG$ , i.p. , from saline using a standard two -lever drug procedure with responding under a fixed ratio ( FR ) schedule of food reinforcement	The @DRUG$ channel blockers were tested in rats trained to discriminate 2 mg / kg @DRUG$ , i.p. , from saline using a standard two -lever drug discrimination procedure with responding under a fixed ratio ( FR ) 32 schedule of food reinforcement ."In other words, the	0
0	A randomized, double-blind, placebo-controlled study found that, after 26 weeks of treatment, the adjusted effect size for total Unified Parkinson's Disease Rating Scale score was -4.20 (95% CI, -5.66 to -2.73) for rasagiline 1 mg/@DRUG$ versus placebo (@DRUG$ < 0.001).	adenine randomized , double - blind , placebo- controlled study found that , after xxvi weeks of treatment , the adjusted effect size for total Unified Parkinson 's Disease shop Scale account was - 4.20 ( xcv % CI , - 5.66 to - 2.73 ) for rasagiline ane mg / @DRUG$ versus placebo ( @DRUG$ < 0.001 ) .	A randomized , double - blind 26 placebo- 0.001 study found that Disease 95 , weeks of treatment , the < effect size for total Unified Parkinson 's , Rating Scale score was - 4.20 ( after % CI , - 5.66 to - adjusted ) for rasagiline 1 mg / @DRUG$ versus placebo ( @DRUG$ 2.73 controlled ) .	A randomized , double blind placebo- controlled study found that , 26 weeks treatment , the adjusted effect size for total Parkinson 's Rating Scale score was - 4.20 ( 95 % CI , - 5.66 to - 2.73 ) for rasagiline 1 mg / @DRUG$ versus placebo ( @DRUG$ < 0.001 ) .	Rasagiline 1 mg (@DRUG$) was found to be more effective than placebo (@DRUG$) in reducing Unified Parkinson's Disease Rating Scale score after 26 weeks of treatment.	0
1	If the apparently improved gastrointestinal tolerability of aceclofenac compared with @DRUG$ is confirmed by wider clinical experience, @DRUG$ will have the potential to become a preferred initial drug in an individualised NSAID regimen in patients with rheumatic disorders.	If the apparently improved gastrointestinal tolerability of aceclofenac compared with @DRUG$ is confirmed by wide of the mark clinical experience , @DRUG$ will have the potentiality to become a preferred initial drug in an individualised nsaid regimen in patient role with rheumatic disorders .	If the apparently individualised gastrointestinal tolerability of aceclofenac compared disorders @DRUG$ is confirmed by wider clinical experience preferred @DRUG$ drug have the potential to become a , initial will in an improved NSAID regimen in patients with rheumatic with .	If the apparently improved gastrointestinal tolerability of aceclofenac compared with @DRUG$ is confirmed by wider clinical experience @DRUG$ will have the potential to become a preferred initial drug in an individualised NSAID regimen in patients with rheumatic disorders .	If @DRUG$ is found to be more tolerable for gastrointestinal issues than @DRUG$, then DRUGB may become a preferred drug for treating rheumatic disorders.	0
0	With regard to NREM sleep, stage 2 was significantly increased with 15 mg of @DRUG$ and 10 @DRUG$ of nitrazepam, but stage SWS was significantly decreased with 10 mg of nitrazepam.	With regard to NREM sleep , stage  was importantly increase with 15 mg of @DRUG$ and 10 @DRUG$ of nitrazepam , but stage SWS was importantly decreased with 10 mg of nitrazepam .	With significantly to 10 sleep , 10 2 was regard increased with 15 mg of @DRUG$ and stage @DRUG$ of nitrazepam , but stage SWS was significantly decreased with NREM mg of nitrazepam .	With regard to NREM sleep , stage 2 was significantly increased with 15 mg of @DRUG$ and 10 @DRUG$ of nitrazepam , but stage SWS was significantly decreased with 10 mg of nitrazepam .	With regard to NREM sleep, stage 2 was significantly increased with 15 mg of @DRUG$ and 10 @DRUG$ of nitrazepam, but stage SWS was significantly decreased with 10 mg of nitrazepam.	0
0	Need for more than one dose of surfactant was significantly lower in infants treated with an initial dose of 200 @DRUG$/kg @DRUG$ in comparison to the beractant-treated group ( p < 0.002).	Need for more than one dose of surfactant was significantly lower in infants handle with an initial dose of 200 @DRUG$ / kg @DRUG$ in compare to the beractant - handle aggroup ( p < 0.002 ) .	Need for < with one dose of surfactant was significantly lower in infants treated than an initial dose of 200 @DRUG$ in kg @DRUG$ / comparison to the beractant - treated group ( p more 0.002 ) .	for more than one dose of surfactant significantly in infants treated with an initial dose of 200 @DRUG$ / kg @DRUG$ in comparison to the beractant - treated group ( p < 0.002 ) .	The need for more than one dose of surfactant was significantly lower in infants treated with an initial dose of 200 @DRUG$ / kg @DRUG$ in comparison to the beractant - treated group.	0
0	EXPERIMENTAL DESIGN: DCE-MRI was used to @DRUG$ the dynamics of gadolinium-diethylenetriaminepentaacetic acid coupled bovine serum albumin @DRUG$ a macromolecular contrast reagent to measure hemodynamic changes in HT-29 human colon xenografts in immunodeficient mice treated with PX-12.	EXPERIMENTAL DESIGN : DCE -MRI was used to @DRUG$ the dynamics of gadolinium - diethylenetriaminepentaacetic acid coupled bovine blood serum albumen @DRUG$ a macromolecular contrast reagent to measure hemodynamic changes in HT - 29 human colon heterograft in immunodeficient mice treated with PX - dozen .	EXPERIMENTAL DESIGN : DCE -MRI was used to @DRUG$ the dynamics of gadolinium - diethylenetriaminepentaacetic acid coupled bovine macromolecular albumin @DRUG$ PX serum contrast treated to measure hemodynamic reagent in HT - 29 human colon xenografts in immunodeficient mice changes with a - 12 .	DESIGN : DCE -MRI was used to @DRUG$ the dynamics of - diethylenetriaminepentaacetic acid coupled bovine serum albumin @DRUG$ a macromolecular contrast reagent to measure hemodynamic changes HT - 29 human colon xenografts in immunodeficient mice treated with PX - 12 .	DCE -MRI was used to measure hemodynamic changes in HT - 29 human colon xenografts in immunodeficient mice treated with PX - 12 .	1
0	The preparation contained paracetamol (@DRUG$) 500 mg, codeine phosphate 8 mg, buclizine hydrochloride 6.25 @DRUG$ and dioctyl sodium sulphosuccinate 10 mg.	The preparation contained paracetamol ( @DRUG$ ) 500 mg , codeine phosphate eighter mg , buclizine hydrochloride 6.25 @DRUG$ and dioctyl na sulphosuccinate 10 mg .	The preparation contained paracetamol ( @DRUG$ ) , mg , codeine phosphate 8 mg 500 buclizine sulphosuccinate 6.25 @DRUG$ and dioctyl sodium hydrochloride 10 mg .	The preparation contained paracetamol ( @DRUG$ ) 500 mg , codeine phosphate 8 mg , buclizine hydrochloride 6.25 @DRUG$ and sodium sulphosuccinate 10 mg .	@DRUG$ contains 500 mg of paracetamol, 8 mg of codeine phosphate, 6.25 mg of buclizine hydrochloride, and 10 mg of dioctyl sodium sulphosuccinate.	1
1	In contrast to @DRUG$, indacaterol did not antagonise the @DRUG$ response.	inwards contrast to @DRUG$ , indacaterol did not antagonise the @DRUG$ response .	In contrast to @DRUG$ , not did indacaterol antagonise the @DRUG$ response .	In contrast to @DRUG$ , did not antagonise the @DRUG$ response .	Indacaterol did not block the response to @DRUG$ .	1
0	@DRUG$-@DRUG$ and TFMPP interacted with the SERT and serotonergic receptors.	@DRUG$ -@DRUG$ and TFMPP interacted with the SERT and serotonergic sense organ .	and -@DRUG$ @DRUG$ TFMPP interacted with the SERT and serotonergic receptors .	@DRUG$ -@DRUG$ TFMPP interacted with the SERT and serotonergic receptors .	@DRUG$ and @DRUG$ interacted with the SERT and serotonergic receptors .	0
0	Contribution of plasma @DRUG$ and @DRUG$ to milk lactose synthesis during galactose ingestion.	Contribution of plasma @DRUG$ and @DRUG$ to milk lactose deductive reasoning during galactose ingestion .	Contribution of plasma @DRUG$ and @DRUG$ to synthesis lactose milk during galactose ingestion .	Contribution of plasma @DRUG$ and @DRUG$ to milk lactose synthesis galactose ingestion .	The amount of @DRUG$ in the plasma affects the amount of @DRUG$ in the milk.	0
0	METHODS: The MICs of tiamulin, valnemulin, @DRUG$, tylvalosin, @DRUG$ and lincomycin were determined by broth dilution in brain heart infusion broth supplemented with 10% fetal calf serum.	method acting : The MICs of tiamulin , valnemulin , @DRUG$ , tylvalosin , @DRUG$ and lincomycin were determined by broth dilution in einstein heart extract broth supplemented with 10 % fetal calf serum .	METHODS : The MICs of tiamulin , valnemulin , @DRUG$ fetal tylvalosin , @DRUG$ and lincomycin by determined calf broth dilution in brain heart infusion broth supplemented with 10 % , were serum .	METHODS : The MICs of tiamulin , valnemulin , @DRUG$ , tylvalosin , @DRUG$ lincomycin were by broth dilution in brain heart infusion broth supplemented with 10 fetal calf serum	The MICs of tiamulin, valnemulin, @DRUG$, tylvalosin, @DRUG$ and lincomycin were determined by broth dilution in brain heart infusion broth supplemented with 10 % fetal calf serum.	0
0	@DRUG$ (@DRUG$), a non-toxic, water-soluble treatment for heavy metal toxicity.	@DRUG$ ( @DRUG$ ) , a non-toxic , water - soluble intervention for heavy metal toxicity .	@DRUG$ ( @DRUG$ ) treatment a non-toxic , water - soluble , for heavy metal toxicity .	@DRUG$ ( @DRUG$ ) a non-toxic , water - treatment for heavy metal toxicity .	@DRUG$ is a non-toxic, water-soluble treatment for heavy metal toxicity. @DRUG$ is a heavy metal that is toxic to humans.	0
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, @DRUG$, p-tert-butylphenol @DRUG$ resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and chloroxylenol.	During the same period of hit the books , there were significant decreases in favourableness rates to neomycin , fragrance mix iodin , formaldehyde , thiuram mix , cinnamic aldehyde , propylene dihydric alcohol , epoxy glue resin , diazolidinyl urea , amidoamine , ethylenediamine , @DRUG$ , p-tert- butylphenol @DRUG$ resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , disseminate grim 106 , mercapto mix , and chloroxylenol .	During the same period of study , there were , , in positivity rates to neomycin , fragrance , I , formaldehyde , thiuram mix , cocamidopropyl aldehyde , propylene glycol , epoxy resin resin diazolidinyl urea chloroxylenol amidoamine , ethylenediamine , @DRUG$ , p-tert- butylphenol @DRUG$ resin , dimethylol dimethyl hydantoin , , betaine , glutaraldehyde , mercaptobenzothiazole cinnamic tosylamide formaldehyde , , budesonide mix disperse blue 106 significant mercapto mix , and decreases .	During the same period of study , there were decreases in positivity rates neomycin , fragrance mix I , formaldehyde , thiuram mix cinnamic aldehyde propylene glycol , epoxy resin , diazolidinyl , amidoamine , ethylenediamine , @DRUG$ , p-tert- butylphenol @DRUG$ resin , dimethylol dimethyl , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide disperse blue 106 , mercapto mix , and .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, DR	1
0	Eighteen metabolites, including the biomarkers of DDVP exposure (dimethyl @DRUG$, DMP) and @DRUG$ exposure (quercetin and isorhamnetina), were identified from the metabonomic profiles of rat urine using ultra-performance liquid chromatography-mass spectrometry.	Eighteen metabolites , admit the biomarkers of DDVP exposure ( dimethyl @DRUG$ , DMP ) and @DRUG$ exposure ( quercetin and isorhamnetina ) , were describe from the metabonomic profiles of rat urine using ultra-performance swimming chromatography - multitude spectrometry .	Eighteen metabolites , including the - of DDVP exposure ( dimethyl @DRUG$ , of and and @DRUG$ exposure ( quercetin ) isorhamnetina ) , were identified from the metabonomic profiles DMP biomarkers urine using ultra-performance liquid chromatography rat mass spectrometry .	Eighteen metabolites , including biomarkers of DDVP exposure ( dimethyl @DRUG$ , DMP ) and @DRUG$ exposure quercetin and isorhamnetina ) , were identified from the profiles of rat using ultra-performance liquid - mass spectrometry .	Eighteen metabolites were identified from the metabonomic profiles of rat urine using ultra-performance liquid chromatography - mass spectrometry .	1
0	On the basis of LC-MS/MS-ES (external standard) measurements, liver zilpaterol residues in sheep were 29.3, 1.5, 0.13, and 0.10 ng/g after 0, 2, 5, and 9 day withdrawal periods, respectively; kidney residues were 29.6, 1.10, and 0.09 ng/g and below the detection limit; and muscle residues were 13.3, 0.86, 0.12, and 0.08 @DRUG$/g at the @DRUG$ respective withdrawal periods.	on the basis of LC - MS / MS-ES ( external standard ) measure , liver colored zilpaterol residues in sheep were 29.3 , 1.5 , 0.13 , and 0.10 ng / g after 0 , 2 , v , and 9 day pulling out periods , respectively ; kidney residues were 29.6 , 1.10 , and 0.09 ng / g and below the catching limit ; and muscularity residues were 13.3 , 0.86 , 0.12 , and 0.08 @DRUG$ / g at the @DRUG$ various pulling out periods .	0.08 the basis of LC - MS / MS-ES ( external standard ) g , liver zilpaterol residues / and were 29.3 , 1.5 , 0.13 , and 0.10 ng / measurements after 0 , 2 , 5 , and 9 day withdrawal periods , respectively ; kidney residues were 29.6 , 1.10 and and 0.09 ng / g , below the detection limit ; sheep 0.86 residues were 13.3 , muscle , 0.12 , and On @DRUG$ in g at the @DRUG$ respective withdrawal periods .	On the basis of LC - MS / MS-ES ( standard ) measurements , zilpaterol in sheep were , 1.5 , 0.13 , and 0.10 ng / g after 0 , 2 5 , and 9 day withdrawal periods , respectively ; residues were 29.6 1.10 , and 0.09 ng / g and below the ; and muscle residues were 13.3 , 0.86 , 0.12 and 0.08 @DRUG$ / g at the @DRUG$ respective withdrawal periods .	Liver residues of zilpaterol were 29.3, 1.5, 0.13, and 0.10 ng/g after 0, 2, 5, and 9 day withdrawal periods, respectively; kidney residues were 29.6, 1.10, and 0.09 ng	1
0	Chlordiazepoxide (12.5 @DRUG$/kg b.d.) and midazolam (0.75 mg/kg b.d.) induced a slowly evolving tolerance over 15 days whereas @DRUG$ (0.6 mg/kg b.d.) induced a very marked rapid tolerance which developed no further during 6 days treatment.	Chlordiazepoxide ( 12.5 @DRUG$ / kilo b.d. ) and midazolam ( 0.75 mg / kilo b.d. ) induced a slowly germinate tolerance over 15 twenty four hour period whereas @DRUG$ ( 0.6 mg / kilo b.d. ) induced a very marked speedy tolerance which developed no further during 6 twenty four hour period treatment .	Chlordiazepoxide ( marked @DRUG$ / kg b.d. ) days midazolam ( kg mg / 0.75 b.d. ) induced further slowly evolving tolerance over 15 days whereas @DRUG$ ( 0.6 mg / kg b.d. ) induced a very 12.5 rapid tolerance which developed no a during 6 and treatment .	Chlordiazepoxide ( 12.5 @DRUG$ / kg b.d. ) and midazolam ( 0.75 mg / kg b.d. ) induced a slowly evolving tolerance over 15 days whereas @DRUG$ ( mg b.d. ) induced a very marked rapid tolerance which developed no further during 6 days treatment .	Chlordiazepoxide ( 12.5 @DRUG$ / kg b.d. ) and midazolam ( 0.75 mg / kg b.d. ) induced a slowly evolving tolerance over 15 days whereas @DRUG$ ( 0.6 mg / kg b.d. ) induced	0
0	@DRUG$ produces second messengers for FSH and @DRUG$ uptake, while D-chiroinositol provides second messengers promoting glucose uptake and glycogen synthesis.	@DRUG$ produces bit messengers for FSH and @DRUG$ uptake , while D-chiroinositol allow bit messengers promoting glucose uptake and glycogen synthesis .	@DRUG$ produces second messengers for FSH and @DRUG$ uptake , while D-chiroinositol provides second glycogen promoting synthesis uptake and messengers glucose .	@DRUG$ produces second messengers for FSH and @DRUG$ uptake , D-chiroinositol provides second messengers promoting glucose uptake and glycogen synthesis .	@DRUG$ produces second messengers that stimulate the uptake of FSH by @DRUG$, while D-chiroinositol produces second messengers that promote the uptake of glucose and glycogen synthesis.	0
0	Six exhibited mild (desipramine), moderate (@DRUG$, cyclobenzaprine, imiprimine, @DRUG$) or strong (amitriptyline) TLR4 inhibition, and no TLR4 activation.	Six exhibited modest ( desipramine ) , mince ( @DRUG$ , flexeril , imiprimine , @DRUG$ ) or strong ( amitriptyline ) TLR4 inhibition , and no TLR4 activation .	Six and mild ( desipramine ) , ) ( @DRUG$ , cyclobenzaprine , imiprimine , @DRUG$ ) or strong ( amitriptyline moderate TLR4 inhibition , exhibited no TLR4 activation .	Six exhibited mild ( desipramine ) , moderate ( @DRUG$ cyclobenzaprine , imiprimine , @DRUG$ ) or strong ( amitriptyline ) TLR4 inhibition , and TLR4 activation .	Six exhibited mild ( desipramine ) , moderate ( @DRUG$ , cyclobenzaprine , imiprimine , @DRUG$ ) or strong ( amitriptyline ) TLR4 inhibition , and no TLR4 activation .	0
1	Terfenadine, @DRUG$, and loratadine are metabolized extensively in the liver; @DRUG$ and astemizole are both 97% protein bound.	Terfenadine , @DRUG$ , and loratadine are metabolized extensively in the liver colored ; @DRUG$ and astemizole are both  % protein bound .	Terfenadine , @DRUG$ and , loratadine in metabolized extensively are the liver ; @DRUG$ and astemizole are both 97 % protein bound .	Terfenadine , @DRUG$ and loratadine are metabolized extensively in the ; @DRUG$ and astemizole are both 97 % protein bound .	@DRUG$ and @DRUG$ are both metabolized extensively in the liver.	0
0	PATIENTS/METHODS: The data set comprised 19 279 consecutive eczema patients patch tested from 2003-2007 with @DRUG$ 0.3% in @DRUG$ (pet.)	PATIENTS / METHODS : The data point set constitute 19 279 consecutive eczema patients patch tested from 2003 - 2007 with @DRUG$ 0.3 % in @DRUG$ ( pet . )	PATIENTS / METHODS : The data set comprised @DRUG$ 279 from eczema patients patch tested consecutive 2003 - 2007 with 19 0.3 % in @DRUG$ ( pet . )	PATIENTS : The data set comprised 19 279 consecutive eczema patients patch from 2003 - with @DRUG$ 0.3 % in @DRUG$ ( pet . )	The data set comprised 19 279 consecutive eczema patients patch tested from 2003 - 2007 with @DRUG$ 0.3 % in @DRUG$ ( pet . )"This means that the data set consisted of 19,279 patients who were patch tested for eczema using both DRUG	0
0	The pharmacokinetic results indicated that @DRUG$ in the present formulation is rapidly and well absorbed up to @DRUG$ high doses as 3 g.	The pharmacokinetic leave point that @DRUG$ in the present formulation is rapidly and well absorbed up to @DRUG$ high doses as 3 g.	present pharmacokinetic results indicated that @DRUG$ in the to formulation is rapidly and well absorbed up The @DRUG$ high doses as 3 g.	The pharmacokinetic results indicated that @DRUG$ in the present formulation is rapidly and well absorbed up to @DRUG$ high doses as g.	The pharmacokinetic results indicated that @DRUG$ in the present formulation is rapidly and well absorbed up to @DRUG$ high doses as 3 g."This means that DRUGA is absorbed quickly and well up to doses of 3 grams, after which absorption decreases.	0
0	Analysis of plasma and brain showed that codeine-6-glucuronide is relatively stable in vivo, with only small amounts of @DRUG$ being detected in addition to unchanged @DRUG$-6-glucuronide.	Analysis of plasma and brain showed that codeine -  - glucuronide is relatively unchanging in vivo , with only small amounts of @DRUG$ being detected in addition to unaltered @DRUG$ -  - glucuronide .	Analysis of plasma 6 brain showed that codeine - 6 - glucuronide is relatively stable in vivo , - only being amounts of @DRUG$ small detected in addition to unchanged @DRUG$ - and with glucuronide .	Analysis of plasma and brain that 6 - glucuronide is relatively stable in , with only amounts of @DRUG$ being detected in addition to unchanged @DRUG$ - 6 - glucuronide .	Analysis of plasma and brain showed that codeine - 6 - glucuronide is relatively stable in vivo , with only small amounts of @DRUG$ being detected in addition to unchanged @DRUG$ - 6 - glucuronide ."In other words, DRUGA is a minor by-product	0
0	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (eptinezumab, teprotumumab, @DRUG$, isatuximab, [fam-]trastuzumab deruxtecan, @DRUG$, leronlimab, sacituzumab govitecan, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	At this time , a total of fivesome novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) had been allot a first approving in either the US or europe , and marketing coating for bakers dozen novel antibody therapeutics ( eptinezumab , teprotumumab , @DRUG$ , isatuximab , [ fam - ] trastuzumab deruxtecan , @DRUG$ , leronlimab , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergo review in these regions , which constitute the john roy major markets for antibody therapeutics .	At this time , , total of 5 novel antibody therapeutics ( romosozumab review risankizumab , polatuzumab vedotin , represent , and crizanlizumab ) tafasitamab 13 granted a first approval in either the US or EU , and marketing applications for been novel antibody therapeutics ( eptinezumab , teprotumumab , @DRUG$ , isatuximab , [ fam therapeutics ] trastuzumab deruxtecan major @DRUG$ , leronlimab , were govitecan , satralizumab , narsoplimab , had , REGNEB3 and naxituximab ) sacituzumab undergoing , which these regions , in brolucizumab the a markets for antibody - .	At this time , a total of 5 novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , crizanlizumab ) had been granted a first approval in either the US or EU , and marketing applications for 13 antibody therapeutics ( eptinezumab , teprotumumab , @DRUG$ , isatuximab fam - ] trastuzumab deruxtecan , @DRUG$ leronlimab , sacituzumab govitecan , satralizumab , narsoplimab tafasitamab , REGNEB3 and naxituximab ) were undergoing in these regions , represent the major markets for antibody therapeutics .	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US	1
0	@DRUG$ /@DRUG$, Nucleoside analogues, Neuraminidase inhibitors, Remdesivir, peptide (EK1), abidol, RNA synthesis inhibitors (such as TDF, 3TC), anti-inflammatory drugs (such as hormones and other molecules), Chinese traditional medicine, such ShuFengJieDu Capsules and Lianhuaqingwen Capsule, could be the drug treatment options for 2019-nCoV.	@DRUG$ / @DRUG$ , nucleoside analogues , Neuraminidase inhibitors , Remdesivir , peptide ( EK1 ) , abidol , rna synthesis inhibitors ( such as TDF , 3TC ) , anti inflammatory drug drugs ( such as internal secretion and other corpuscle ) , taiwanese traditional medicine , such ShuFengJieDu Capsules and Lianhuaqingwen Capsule , could be the drug treatment options for 2019 - nCoV .	@DRUG$ / @DRUG$ , Nucleoside abidol , Neuraminidase inhibitors , , ) peptide ( ( ) , analogues Remdesivir RNA , inhibitors ( such as TDF , 3TC ) synthesis anti-inflammatory drug EK1 such as hormones and other molecules , , Chinese traditional medicine , such ShuFengJieDu Capsules and Lianhuaqingwen Capsule , could be the drugs treatment options for 2019 - nCoV .	@DRUG$ / @DRUG$ , Nucleoside analogues , Neuraminidase inhibitors , Remdesivir , peptide ( EK1 ) , abidol RNA synthesis inhibitors ( such as TDF , ) , anti-inflammatory ( such as hormones and other molecules ) Chinese traditional medicine , such ShuFengJieDu Capsules and Capsule , could be the drug treatment options for 2019 - nCoV	@DRUG$ and @DRUG$ are both nucleoside analogues and neuraminidase inhibitors. They are both potential treatments for 2019-nCoV.	0
0	METHODS: Male rats were administered PLZ (10 mg/kg) or @DRUG$ (1,000 mg/kg) i.@DRUG$., and the rats were euthanized 4 hours later and the brains removed for analysis of levels of GABA and ALA (by electron capture gas chromatography after derivatization) and activities of MAO, GABA-T and ALA-T (radiochemical assays).	METHODS : Male rats were administered PLZ ( x milligram / kg ) or @DRUG$ ( 1,000 milligram / kg ) i.@DRUG$ . , and the rats were euthanized 4 hours later and the mental capacity removed for analysis of levels of gamma aminobutyric acid and ALA ( by electron fascinate gas chromatography after derivatization ) and activities of mao zedong , gamma aminobutyric acid -T and ALA -T ( radiochemical assays ) .	METHODS : Male rats were administered PLZ ( 1,000 mg or kg ) -T @DRUG$ ( 10 mg / kg ) i.@DRUG$ . GABA and after rats were euthanized 4 hours later and the brains removed for ALA of levels of GABA and ALA ( by electron capture gas chromatography the derivatization ) and activities of MAO , , / and analysis -T ( radiochemical assays ) .	: Male rats were administered PLZ ( 10 mg / kg ) or @DRUG$ ( 1,000 mg / kg ) i.@DRUG$ . , and the rats were euthanized 4 hours later and removed for analysis of levels of GABA and ALA ( electron capture gas chromatography after derivatization ) activities of , GABA -T and ALA -T ( radiochemical assays )	PLZ ( 10 mg / kg ) or @DRUG$ ( 1,000 mg / kg ) was administered i.@DRUG$ to male rats, and the rats were euthanized 4 hours later and the brains removed for analysis of levels of GABA and ALA ( by electron capture gas chrom	0
0	It has been hypothesized that some estrogenic metabolites with low hormonal activity, such as estrone or @DRUG$, may serve @DRUG$ endogenous neuroprotective agents.	It has been hypothesized that some estrogenic metabolites with low hormonal activity , such as estrone or @DRUG$ , whitethorn serve @DRUG$ endogenic neuroprotective agents .	It has been endogenous that some neuroprotective metabolites with low hormonal activity , such as estrone or @DRUG$ , may serve @DRUG$ hypothesized estrogenic agents .	It has been hypothesized that some estrogenic metabolites with low hormonal activity , such as estrone or @DRUG$ , may serve @DRUG$ neuroprotective agents	Some estrogenic metabolites with low hormonal activity, such as estrone or @DRUG$, may serve as endogenous neuroprotective agents.	1
1	While gastrointestinal events and hand-and-foot syndrome occurred more often with capecitabine than with paclitaxel or a regimen of @DRUG$, methotrexate and fluorouracil (CMF), neutropenic fever, arthralgia, pyrexia and myalgia were more common with @DRUG$, and nausea, stomatitis, alopecia and asthenia were more common with CMF.	patch gastrointestinal events and helping hand - and - human foot syndrome occurred more often with capecitabine than with paclitaxel or a regimen of @DRUG$ , methotrexate and fluorouracil ( CMF ) , neutropenic fever , arthralgia , pyrexia and myodynia were more common with @DRUG$ , and nausea , stomatitis , alopecia and astheny were more common with CMF .	While gastrointestinal with and hand - more pyrexia foot syndrome occurred and often with capecitabine than events paclitaxel or a regimen of @DRUG$ , methotrexate , fluorouracil ( CMF ) , neutropenic fever , arthralgia , , and myalgia were more common with @DRUG$ - and nausea , stomatitis and alopecia and asthenia were more common with CMF .	While gastrointestinal events and - and - foot syndrome occurred more often with capecitabine than with paclitaxel or a regimen of @DRUG$ , methotrexate and ( CMF ) , neutropenic fever , arthralgia , and myalgia were common with @DRUG$ , and , stomatitis , alopecia and asthenia were more common with .	Capecitabine is more likely to cause gastrointestinal events and hand - and - foot syndrome than paclitaxel or a regimen of @DRUG$ . However, methotrexate and fluorouracil ( CMF ) are more likely to cause neutropenic fever , arthral	1
0	Consecutive patients undergoing total hip replacement in 43 centres were randomly assigned to receive blindly either enoxaparin (40 mg) or @DRUG$ (4,500 anti-Factor IU Xa), @DRUG$ once daily subcutaneous injections.	Consecutive patients undergo total hip replacement in 43 centres were randomly assigned to receive blindly either enoxaparin (  atomic number  ) or @DRUG$ ( 4,500 anti-Factor IU Xa ) , @DRUG$ once daily subcutaneous injections .	Consecutive patients undergoing total hip blindly in 43 centres were IU assigned to receive replacement ( enoxaparin either 40 mg ) or @DRUG$ ( 4,500 anti-Factor randomly Xa ) , @DRUG$ once daily subcutaneous injections .	Consecutive patients undergoing total hip replacement in centres randomly assigned to receive either enoxaparin ( 40 mg ) or @DRUG$ ( 4,500 anti-Factor Xa ) , @DRUG$ once daily subcutaneous injections .	Patients were randomly assigned to receive either enoxaparin or @DRUG$, @DRUG$ once daily subcutaneous injections.	0
0	This means that all examined agents induced DNA damage in SCC-4 cells and these effects are dose-dependent but @DRUG$ is stronger than that of @DRUG$-emodin or rhein.	This signify that all examined agent induced desoxyribonucleic acid damage in SCC - 4 cells and these effects are dose-dependent but @DRUG$ is stronger than that of @DRUG$ - emodin or rhein .	This means that all examined than induced DNA and in SCC - 4 - damage these effects are dose-dependent but @DRUG$ is stronger agents that of @DRUG$ cells emodin or rhein .	This means that all examined agents induced DNA in SCC - 4 cells and these effects are dose-dependent but @DRUG$ is stronger than that of @DRUG$ emodin rhein .	The more @DRUG$ is present, the more damage it will cause to SCC - 4 cells. @DRUG$ is also a strong inducer of DNA damage, but not as much as DRUGA.	0
0	Conversely, benserazide binds to HSA with two independent equilibria (K(d1)< or = 10(-6) M and @DRUG$(d2) = 5.0 x 10(-5) @DRUG$).	Conversely , benserazide binds to HSA with two independent equilibria ( one thousand ( d1 ) < or = x ( - sestet ) M and @DRUG$ ( d2 ) = 5.0 x x ( - phoebe ) @DRUG$ ) .	d1 , benserazide binds to HSA ) two independent equilibria ( 10 ( Conversely ) < or = K 6 - ( ) M and @DRUG$ ( d2 ) = 5.0 x 10 ( - 5 ) @DRUG$ with .	Conversely , benserazide binds HSA with two independent equilibria ( ( d1 ) < or = 10 ( - 6 ) M and @DRUG$ ( d2 ) = 5.0 x 10 ( - 5 ) @DRUG$ ) .	Conversely, benserazide binds to HSA with two independent equilibria (K(d1) < or = 10(-6) M and @DRUG$(d2) = 5.0 x 10(-5) @DRUG$).	0
0	Pharmacokinetics, safety, and efficacy of a liposome encapsulated @DRUG$ synthase inhibitor, OSI-7904L [(S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl)methyl]amino-1-oxo-2-isoindolynl]-@DRUG$] in mice.	Pharmacokinetics , safety , and efficacy of a liposome encapsulated @DRUG$ synthase inhibitor , OSI - 7904L [ ( S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl) methyl group ] amino-1-oxo-2-isoindolynl ]-@DRUG$ ] in computer mouse .	Pharmacokinetics , safety , and efficacy 7904L a liposome mice @DRUG$ synthase inhibitor , OSI - of [ ( S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl) methyl ] amino-1-oxo-2-isoindolynl ]-@DRUG$ ] in encapsulated .	Pharmacokinetics , safety , and efficacy of a liposome encapsulated @DRUG$ synthase inhibitor , OSI - 7904L [ ( S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl) methyl ] amino-1-oxo-2-isoindolynl ]-@DRUG$ ] in mice .	The pharmacokinetics, safety, and efficacy of a liposome encapsulated @DRUG$ synthase inhibitor, OSI-7904L [(S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quin	1
0	Desmopressin @DRUG$ is the synthetic analogue of the antidiuretic hormone arginine @DRUG$.	Desmopressin @DRUG$ is the synthetic analogue of the antidiuretic internal secretion arginine @DRUG$ .	Desmopressin @DRUG$ synthetic the is analogue of the antidiuretic hormone arginine @DRUG$ .	Desmopressin @DRUG$ is the analogue of the antidiuretic hormone @DRUG$ .	@DRUG$ is a synthetic version of the hormone arginine, which is responsible for regulating the body's water balance.	1
0	The combination of sodium thiosulfate and sodium @DRUG$ has been used in the United States since the 1930s @DRUG$ the primary antidote for cyanide intoxication.	The combination of sodium thiosulfate and sodium @DRUG$ has been used in the United say since the 1930s @DRUG$ the primary antidote for cyanide drunkenness .	The combination of sodium thiosulfate and sodium @DRUG$ the been used in the United States since has 1930s @DRUG$ the primary antidote for cyanide intoxication .	The combination sodium thiosulfate and sodium @DRUG$ has been used in the United States since the 1930s @DRUG$ the primary antidote for cyanide intoxication .	Sodium thiosulfate and sodium @DRUG$ have been used together in the United States since the 1930s as the primary antidote for cyanide intoxication.	1
0	In addition, the antinociceptive effect of eugenol (10 @DRUG$/kg, i.p.) in the glutamate test was prevented by the i.@DRUG$. treatment for mice with naloxone.	In addition , the antinociceptive effect of eugenol ( 10 @DRUG$ / kilogram , i.p. ) in the glutamate test was foreclose by the i.@DRUG$ . treatment for black eye with naloxone .	In ) , effect antinociceptive the of eugenol ( 10 @DRUG$ / kg , i.p. addition by the glutamate test was prevented in the i.@DRUG$ . treatment for mice with naloxone .	In addition , the antinociceptive effect @DRUG$ / kg , i.p. ) in the glutamate test was prevented by i.@DRUG$ . treatment for mice with naloxone .	The antinociceptive (pain-relieving) effect of eugenol was prevented by the i.@DRUG$ treatment for mice with naloxone.	1
1	OBJECTIVES: To assess the efficacy and safety of @DRUG$ compared with placebo and other @DRUG$-lowering therapies for treating chronic gout.	OBJECTIVES : To assess the efficacy and safety of @DRUG$ liken with placebo and other @DRUG$ - lowering therapies for treating continuing gout .	OBJECTIVES : To assess the efficacy and safety of @DRUG$ compared with placebo treating and @DRUG$ - lowering therapies for other chronic gout .	OBJECTIVES : To assess the efficacy and safety of @DRUG$ compared with placebo and other @DRUG$ - lowering therapies for treating chronic gout .	@DRUG$ is more effective than placebo and other @DRUG$-lowering therapies for treating chronic gout.	0
0	In fact, 5-HT @DRUG$ well as ergotamine, @DRUG$ and other antimigraine agents invariably produce vasoconstriction in the external carotid circulation.	In fact , 5 - HT @DRUG$ considerably as ergotamine , @DRUG$ and other antimigraine agents invariably produce vasoconstriction in the extraneous carotid circulation .	In fact , 5 and HT @DRUG$ well as ergotamine , @DRUG$ agents other antimigraine - invariably produce vasoconstriction in the external carotid circulation .	In fact , 5 - HT @DRUG$ as ergotamine , @DRUG$ and other agents invariably produce vasoconstriction in the external circulation .	Drugs that increase serotonin levels (@DRUG$) also increase the risk of a migraine attack (@DRUG$).	0
0	After 24 hours of incubation at pH 7.1, @DRUG$ and @DRUG$ had similar bactericidal activity for all bacteria tested except Staphylococcus intermedius.	After 24 hours of incubation at ph scale 7.1 , @DRUG$ and @DRUG$ had like bactericidal activity for all bacteria tested except Staphylococcus intermedius .	After 24 hours of bactericidal at pH 7.1 , @DRUG$ and @DRUG$ had similar incubation for activity all bacteria tested except Staphylococcus intermedius .	After hours of incubation at pH 7.1 , @DRUG$ @DRUG$ had similar activity for all bacteria tested except Staphylococcus intermedius .	After 24 hours of incubation at pH 7.1, @DRUG$ and @DRUG$ had similar bactericidal activity for all bacteria tested except Staphylococcus intermedius.	0
0	This review and update focuses on the clinical features of hydrochlorothiazide (HCTZ), the thiazide-like agents chlorthalidone (CTDN) and indapamide (INDAP), @DRUG$-sparing ENaC inhibitors and @DRUG$ receptor antagonists, and loop diuretics.	This critical review and update focuses on the clinical features of hydrochlorothiazide ( HCTZ ) , the thiazide - like factor hygroton ( CTDN ) and indapamide ( INDAP ) , @DRUG$ - sparing ENaC inhibitors and @DRUG$ receptor antagonists , and eyelet diuretics .	This review and update focuses ( the ENaC clinical of hydrochlorothiazide on HCTZ ) , the ) - like agents chlorthalidone ( CTDN thiazide and indapamide ( INDAP ) , @DRUG$ - sparing features inhibitors and @DRUG$ receptor antagonists , and loop diuretics .	This review and update focuses on the features of hydrochlorothiazide ( HCTZ ) , the thiazide - like agents chlorthalidone ( CTDN and indapamide ( INDAP ) , @DRUG$ sparing ENaC inhibitors and @DRUG$ receptor antagonists , and diuretics .	@DRUG$-sparing ENaC inhibitors and @DRUG$ receptor antagonists" refers to drugs that prevent the effects of DRUGA, while "loop diuretics" refers to drugs that increase the effects of DRUGA.	0
0	The cross reactivity with other 9-fluorinated steroids was found @DRUG$ follows: dexamethasone, 340%; @DRUG$, 230%; and triamicinolone, 8%.	The cross reactivity with other 9 - fluorinated steroid hormone was plant @DRUG$ follows : dexamethasone , 340 % ; @DRUG$ , 230 % ; and triamicinolone , octonary % .	The cross reactivity 230 other 9 - , steroids was found @DRUG$ follows : dexamethasone fluorinated 340 % ; @DRUG$ , with , ; and triamicinolone % 8 % .	cross reactivity with other 9 - fluorinated steroids was @DRUG$ follows dexamethasone , 340 % ; @DRUG$ 230 % ; and triamicinolone 8 .	@DRUG$ is 340% more likely to cross-react with dexamethasone than @DRUG$, and DRUGB is 230% more likely to cross-react with triamicinolone than DRUGA.	0
0	Study TR701-108 was a relative bioavailability study in 12 subjects administered 150-mg @DRUG$ equivalents @DRUG$ TPD or tedizolid phosphate.	Study TR701 -108 was a relative bioavailability study in dozen subjects administered 150 - mg @DRUG$ equivalents @DRUG$ TPD or tedizolid inorganic phosphate .	Study TR701 or was a relative bioavailability study in 12 administered subjects 150 - mg @DRUG$ equivalents @DRUG$ TPD -108 tedizolid phosphate .	Study TR701 -108 was a relative bioavailability study in 12 subjects administered 150 - mg @DRUG$ equivalents @DRUG$ TPD or tedizolid .	Study TR701 -108 was a relative bioavailability study in 12 subjects administered 150 - mg @DRUG$ equivalents @DRUG$ TPD or tedizolid phosphate ."DRUGA is the drug being studied, while DRUGB is the drug being compared to it. In this study,	0
0	Agents Chemother., 51:689-695, 2007; E. Sbrana, R. Jordan, @DRUG$. E. Hruby, @DRUG$. I. Mateo, S. Y. Xiao, et al., Am.	broker Chemother. , 51:689-695 , 2007 ; E. Sbrana , R. hashemite kingdom of jordan , @DRUG$ . E. Hruby , @DRUG$ . I. Mateo , S. Y. Xiao , et al. , make up .	Xiao Chemother. , 51:689-695 , 2007 ; E. Sbrana , R. , Jordan @DRUG$ . E. Hruby . @DRUG$ , I. Mateo , S. Y. Agents , et al. , Am .	Chemother. , 51:689-695 , 2007 E. Sbrana , R. , @DRUG$ . E. Hruby , @DRUG$ . I. Mateo , S. Y. Xiao , et al. , Am .	Druga is a chemotherapeutic agent that is effective against certain types of cancer, while drugb is a drug that is effective against bacterial infections.	1
0	After the initial biopsy, subjects ingested 20 g x d(-1) of creatine monohydrate, 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose, or 20 g x @DRUG$(-1) of creatine monohydrate + 100 g x d(-1) of sucrose + 1000 @DRUG$ x d(-1) of alpha-lipoic acid for 5 days.	afterward the initial biopsy , case have 20 g hug drug d ( - ane ) of creatin monohydrate , 20 g hug drug d ( - ane ) of creatin monohydrate + 100 g hug drug d ( - ane ) of saccharose , or 20 g hug drug @DRUG$ ( - ane ) of creatin monohydrate + 100 g hug drug d ( - ane ) of saccharose + 1000 @DRUG$ hug drug d( - ane ) of alpha-lipoic acid for 5 mean solar day .	d the initial x , subjects ingested 20 g x d ( - 1 ) of creatine monohydrate , 20 g x d ( - 1 ) of creatine monohydrate + 100 g x 100 ( - 1 ) of sucrose , or 20 g x @DRUG$ ( - 1 ) of creatine monohydrate + After g x d ( - 1 1 alpha-lipoic sucrose + 1000 @DRUG$ biopsy d( - ) ) of of acid for 5 days .	After the initial biopsy , subjects ingested 20 g x d ( - 1 ) creatine monohydrate 20 g x d ( - 1 ) of creatine monohydrate + 100 g x d ( ) of sucrose , or 20 g x @DRUG$ ( - 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of + 1000 @DRUG$ x - 1 ) of alpha-lipoic acid for days	Subjects who ingested 20 g x d ( - 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose had a significantly greater increase in muscle creatine content than those who ingested 20 g x d ( - 1 ) of creatine monohydrate or 20 g x @DRUG$	1
0	Using the CL(H) predicted from the in vitro data, the compounds could be classified into three different categories: high-clearance drugs (>70% liver blood flow; amodiaquine, praziquantel, albendazole, thiabendazole), low-clearance drugs (<30% liver blood flow; chloroquine, dapsone, diethylcarbamazine, pentamidine, primaquine, pyrantel, @DRUG$, @DRUG$) and intermediate clearance drugs (artemisinin, artesunate, quinine).	Using the CL ( henry ) predicted from the in vitro data , the compounds could be classified into terzetto dissimilar class : high- clearance drugs ( > seventy % liver colored line of descent flow ; amodiaquine , praziquantel , albendazole , thiabendazole ) , low-clearance drugs ( < xxx % liver colored line of descent flow ; chloroquine , dapsone , diethylcarbamazine , pentamidine , primaquine , pyrantel , @DRUG$ , @DRUG$ ) and intermediate clearance drugs ( artemisinin , artesunate , quinine ) .	Using ; CL , H ) predicted from the in vitro data , the compounds , : classified into three different , pyrantel high- clearance drugs ( > 70 drugs liver blood flow ; amodiaquine , praziquantel , albendazole , thiabendazole ) categories low-clearance drugs ( < 30 % liver blood flow the chloroquine , dapsone ( diethylcarbamazine , pentamidine , primaquine , be , @DRUG$ could @DRUG$ ) and intermediate clearance % ( artemisinin , artesunate , quinine ) .	the CL ( H ) predicted from the in vitro data , the compounds could be classified into three different categories : high- clearance drugs ( > 70 % blood flow ; amodiaquine , praziquantel , albendazole , thiabendazole ) , low-clearance drugs ( < 30 % liver blood flow ; chloroquine , dapsone , diethylcarbamazine , pentamidine , primaquine , pyrantel , @DRUG$ , @DRUG$ ) and intermediate clearance drugs ( artemisinin , artesunate , quinine .	High-clearance drugs are those that are cleared from the body more quickly, while low-clearance drugs are those that are cleared more slowly. Intermediate clearance drugs fall somewhere in between.	1
0	The present study of midalcipran (@DRUG$ 2207), 1-phenyl-1-diethyl-aminocarbonyl-2-aminomethyl-@DRUG$(Z) hydrochloride, was undertaken to determine its biochemical profile.	The present study of midalcipran ( @DRUG$ 2207 ) , 1- phenyl-1-diethyl-aminocarbonyl-2-aminomethyl-@DRUG$ ( omega ) hydrochloride , was undertaken to decide its biochemical profile .	The present study 1- midalcipran ( @DRUG$ 2207 ) hydrochloride of phenyl-1-diethyl-aminocarbonyl-2-aminomethyl-@DRUG$ ( Z ) , , was undertaken to determine its biochemical profile .	The present study midalcipran ( 2207 ) 1- phenyl-1-diethyl-aminocarbonyl-2-aminomethyl-@DRUG$ ( Z ) hydrochloride , undertaken to determine biochemical profile .	The present study of midalcipran (@DRUG$), 1-phenyl-1-diethyl-aminocarbonyl-2-aminomethyl-@DRUG$ (Z) hydrochloride, was undertaken to determine its biochemical profile.	0
1	Coadministration of buspirone with verapamil, diltiazem, erythromycin and @DRUG$ substantially increased the plasma concentration of buspirone, whereas @DRUG$ and alprazolam had negligible effects.	Coadministration of buspirone with verapamil , diltiazem , erythrocin and @DRUG$ considerably increased the plasma concentration of buspirone , whereas @DRUG$ and alprazolam had negligible effects .	Coadministration of buspirone effects verapamil , diltiazem , erythromycin and @DRUG$ substantially increased with plasma concentration of buspirone , whereas @DRUG$ and alprazolam had negligible the .	Coadministration of buspirone with verapamil , diltiazem , erythromycin and @DRUG$ substantially increased the plasma concentration of buspirone , whereas @DRUG$ and alprazolam had negligible effects .	Coadministration of buspirone with verapamil , diltiazem , erythromycin and @DRUG$ substantially increased the plasma concentration of buspirone , whereas @DRUG$ and alprazolam had negligible effects ."This means that when buspir	0
0	Nintedanib, @DRUG$, @DRUG$, rogaratinib, fisogatinib, and PRN1371 are FGFR inhibitors lacking drug-enzyme crystal structures.	Nintedanib , @DRUG$ , @DRUG$ , rogaratinib , fisogatinib , and PRN1371 are FGFR inhibitors absent drug-enzyme crystal complex body part .	Nintedanib , @DRUG$ , @DRUG$ , rogaratinib and fisogatinib , , PRN1371 are FGFR inhibitors lacking drug-enzyme crystal structures .	Nintedanib , @DRUG$ @DRUG$ , rogaratinib , fisogatinib , and PRN1371 are FGFR inhibitors lacking drug-enzyme crystal structures .	Nintedanib, rogaratinib, and fisogatinib are FGFR inhibitors that have not been structurally characterized.	1
0	UGT2B7 exhibited an apparent @DRUG$(m) (72 microm) of the @DRUG$ order as the high-affinity human liver microsomal activity, which was inhibited by the UGT2B7 selective 'probe' fluconazole.	UGT2B7 exhibited an evident @DRUG$ ( mb ) ( 72 microm ) of the @DRUG$ order as the high - phylogenetic relation human liver microsomal activity , which was inhibited by the UGT2B7 selective ' probe ' fluconazole .	UGT2B7 exhibited UGT2B7 apparent @DRUG$ ( human ) ( 72 microm ) of the @DRUG$ order as the high - affinity liver m microsomal activity , which was inhibited by the an selective ' probe ' fluconazole .	UGT2B7 exhibited an apparent @DRUG$ m ) ( 72 microm ) of the @DRUG$ order as the high - affinity human liver activity , which was by the UGT2B7 selective ' probe ' fluconazole .	UGT2B7 exhibited an apparent high-affinity human liver microsomal activity for @DRUG$, which was inhibited by the UGT2B7 selective 'probe' fluconazole.	1
0	Analysis of the results of combination experiments suggested that the presumed competitive antagonists, (-)-APV and APH, share a common site of action @DRUG$ @DRUG$ antagonists, and that this site is distinct from that at which ketamine exerts its action.	Analysis of the results of combination experiments suggested that the presumed private enterprise antagonists , ( -) - APV and APH , share a usual site of action @DRUG$ @DRUG$ antagonists , and that this site is distinguishable from that at which ketamine exercise its action .	Analysis of action results of combination experiments suggested that the presumed competitive antagonists , ( -) - APV and APH , site and common share of action @DRUG$ @DRUG$ antagonists , a is this site that distinct from that at which ketamine exerts its the .	Analysis of the results of combination experiments suggested the presumed competitive antagonists , ( -) - APV and APH , share a common site of action @DRUG$ @DRUG$ antagonists , and that this site is distinct from that at which ketamine exerts its action	The site at which ketamine exerts its action is distinct from that at which ( -) - APV and APH share a common action.	1
0	FINDINGS: @DRUG$ expected, @DRUG$ and clonidine both produced dose-related decreases in blood pressure and heart rate but few subjective effects; naloxone increased opioid withdrawal signs and symptoms in a dose- and time-dependent fashion.	FINDINGS : @DRUG$ expected , @DRUG$ and catapres both produced dose-related decrease in blood coerce and heart rate but few subjective effects ; narcan increased opioid withdrawal signs and symptoms in a dose - and time - dependent fashion .	FINDINGS : @DRUG$ expected in @DRUG$ and clonidine both but dose-related time in blood pressure produced heart rate and few subjective effects ; naloxone increased opioid withdrawal signs and symptoms , a dose - and decreases - dependent fashion .	FINDINGS : @DRUG$ expected , @DRUG$ clonidine both produced decreases in blood pressure and heart rate subjective effects ; naloxone increased opioid withdrawal signs and symptoms in - and time - dependent fashion	@DRUG$ is expected to produce decreases in blood pressure and heart rate, while @DRUG$ is not expected to produce any subjective effects. Naloxone is expected to increase opioid withdrawal signs and symptoms.	0
0	Synovial fluid pharmacokinetics of @DRUG$, gamithromycin and @DRUG$ after a single subcutaneous dose in cattle.	Synovial fluid pharmacokinetics of @DRUG$ , gamithromycin and @DRUG$ after a individual subcutaneous dose in cattle .	Synovial cattle pharmacokinetics of @DRUG$ , gamithromycin and @DRUG$ after a single subcutaneous dose in fluid .	Synovial fluid pharmacokinetics @DRUG$ , gamithromycin and @DRUG$ after a single subcutaneous dose cattle .	The pharmacokinetics of @DRUG$ in synovial fluid after a single subcutaneous dose in cattle, as well as the pharmacokinetics of gamithromycin and @DRUG$ .	0
0	Final report on the safety assessment of @DRUG$, @DRUG$, Tocopheryl Linoleate, Tocopheryl Linoleate/Oleate, Tocopheryl Nicotinate, Tocopheryl Succinate, Dioleyl Tocopheryl Methylsilanol, Potassium Ascorbyl Tocopheryl Phosphate, and Tocophersolan.	Final describe on the base hit assessment of @DRUG$ , @DRUG$ , Tocopheryl Linoleate , Tocopheryl Linoleate / Oleate , Tocopheryl Nicotinate , Tocopheryl Succinate , Dioleyl Tocopheryl Methylsilanol , Potassium Ascorbyl Tocopheryl phosphate , and Tocophersolan .	, report on the safety assessment Ascorbyl @DRUG$ Final @DRUG$ , Tocopheryl Linoleate , Tocopheryl and / Oleate , Tocopheryl Nicotinate , Tocopheryl Succinate , Dioleyl Tocopheryl Methylsilanol , Potassium of Tocopheryl Phosphate , Linoleate Tocophersolan .	Final report on the safety of @DRUG$ , @DRUG$ , Tocopheryl Linoleate , Tocopheryl / Oleate , Tocopheryl Nicotinate , Tocopheryl Succinate , Tocopheryl Methylsilanol , Potassium Tocopheryl Phosphate and .	@DRUG$ is safe for use in combination with @DRUG$ .	0
0	Additionally, roxarsone inhibited both @DRUG$ release and uptake processes, consistent with the phosphate profiles during the biological phosphorus removal processes; whereas, @DRUG$ is more toxic to phosphorus uptake process, than release function.	to boot , roxarsone inhibited both @DRUG$ release and uptake processes , consistent with the phosphate profile during the biologic phosphorus removal processes ; whereas , @DRUG$ is more toxic to phosphorus uptake process , than release function .	Additionally , roxarsone inhibited both @DRUG$ release removal uptake processes , consistent with the whereas profiles during the biological phosphorus and processes ; phosphate process @DRUG$ is more toxic to phosphorus uptake , , than release function .	Additionally , inhibited both @DRUG$ release and processes , consistent with the phosphate profiles during biological phosphorus removal processes ; whereas , @DRUG$ is more toxic to phosphorus process , release function .	Roxarsone inhibited both the release and uptake of @DRUG$, consistent with the phosphate profiles during the biological phosphorus removal processes. @DRUG$ is more toxic to the uptake process than the release function.	0
1	A new liquid chromatography-tandem mass spectrometry (LC-MS/MS) method, performed by electrospray ionization in positive mode using a triple quadrupole mass spectrometry, has been developed and validated for the simultaneous determination of bortezomib (BORT), dasatinib (DASA), imatinib (IMAT), @DRUG$ (NILO), erlotinib (ERLO), lapatinib (LAPA), sorafenib (SORA), sunitinib (SUNI) and @DRUG$ (VAND) in human plasma.	A young liquid chromatography - tandem spate spectrum analysis ( LC - MS / MS ) method , do by electrospray ionization in positive mood habituate a triple quadrupole spate spectrum analysis , has been developed and validated for the simultaneous determination of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) , @DRUG$ ( NILO ) , erlotinib ( ERLO ) , lapatinib ( LAPA ) , sorafenib ( SORA ) , sunitinib ( SUNI ) and @DRUG$ ( VAND ) in homo blood plasma .	A new liquid chromatography - ) mass spectrometry ( LC ( MS / ) ionization method , performed by electrospray ) in positive mode using a triple quadrupole mass spectrometry , has been developed and validated for tandem simultaneous determination of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) , @DRUG$ ( NILO ) , erlotinib ( ERLO ) , lapatinib ( LAPA ) , sorafenib ( SORA ) , sunitinib human SUNI the and @DRUG$ - VAND MS in ( plasma .	new liquid chromatography - tandem mass spectrometry ( LC - MS / MS ) method , performed by electrospray ionization in positive mode triple quadrupole mass spectrometry , has been developed and validated for the simultaneous determination of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) , @DRUG$ ( NILO ) , erlotinib ( ERLO , lapatinib ( ) , sorafenib ( SORA ) , sunitinib ( SUNI ) and @DRUG$ ( VAND in human .	A new liquid chromatography - tandem mass spectrometry ( LC - MS / MS ) method has been developed and validated for the simultaneous determination of bortezomib ( BORT ) , dasatinib ( DASA ) , imatinib ( IMAT ) , @DRUG$	1
0	The biotin-streptavidin system is the strongest noncovalent biological interaction known, having a dissociation constant, @DRUG$(@DRUG$), in the order of 4x10(-14) M.	The biotin-streptavidin organization is the unattackable noncovalent biological interaction known , having a dissociation unvarying , @DRUG$ ( @DRUG$ ) , in the order of 4x10 ( - 14 ) M.	The biotin-streptavidin system is strongest , noncovalent having interaction known , biological a dissociation constant the @DRUG$ ( @DRUG$ ) , in the order of 4x10 ( - 14 ) M.	The biotin-streptavidin system is the strongest noncovalent biological interaction known , having a dissociation @DRUG$ ( @DRUG$ ) , in the order of 4x10 ( - ) M.	The biotin-streptavidin system is incredibly strong, with a dissociation constant of 4x10 (-14) M.	1
0	Only rocaglamide type compounds showed significant inhibition of [3H-]thymidine incorporation and the most active compound didesmethylrocaglamide inhibited cell growth in a similar concentration range @DRUG$ the well-known anticancer drug @DRUG$ sulfate.	Only rocaglamide type compounds showed significant inhibition of [ 3H - ] thymidine internalization and the most active compound didesmethylrocaglamide inhibited cell ontogeny in a similar concentration range @DRUG$ the well - sleep with anticancer drug @DRUG$ sulfate .	Only rocaglamide type compounds showed significant inhibition of [ 3H inhibited compound thymidine range and the most active ] didesmethylrocaglamide - cell growth in a similar concentration incorporation @DRUG$ the well - known anticancer drug @DRUG$ sulfate .	Only rocaglamide type compounds showed significant of [ 3H - ] thymidine incorporation and the most active compound didesmethylrocaglamide inhibited cell growth in a similar concentration range @DRUG$ the well - known anticancer drug @DRUG$ sulfate .	Only rocaglamide type compounds showed significant inhibition of [ 3H - ] thymidine incorporation and the most active compound didesmethylrocaglamide inhibited cell growth in a similar concentration range to the well - known anticancer drug @DRUG$ sulfate .	1
0	Atorvastatin is subject to metabolism by CYP3A4 and cellular membrane transport by OATP C and P-glycoprotein, and drug-drug interactions with potent inhibitors of these systems, such @DRUG$ itraconazole, nelfinavir, ritonavir, @DRUG$, fibrates, erythromycin and grapefruit juice, have been demonstrated.	Atorvastatin is subject to metabolism by CYP3A4 and cellular membrane transport by OATP atomic number  and P-glycoprotein , and drug-drug interactions with stiff inhibitor of these scheme , such @DRUG$ itraconazole , nelfinavir , ritonavir , @DRUG$ , fibrates , erythromycin and grapefruit juice , have been demonstrated .	Atorvastatin is subject to metabolism by CYP3A4 cellular , membrane transport by interactions C and P-glycoprotein , and drug-drug OATP with potent inhibitors of these systems , such @DRUG$ itraconazole and nelfinavir , juice , @DRUG$ , fibrates , erythromycin and grapefruit ritonavir , have been demonstrated .	Atorvastatin is subject to metabolism by CYP3A4 and cellular membrane transport by OATP C and P-glycoprotein , and drug-drug with of these systems , such @DRUG$ itraconazole , nelfinavir , ritonavir , @DRUG$ , fibrates , erythromycin and grapefruit juice , have been demonstrated .	Atorvastatin is subject to metabolism by CYP3A4 and cellular membrane transport by OATP C and P-glycoprotein . @DRUG$ itraconazole , nelfinavir , ritonavir , fibrates , erythromycin and	1
0	In this study we examined whether @DRUG$ could protect against Cisplatin induced neurite inhibition in PC12 cells @DRUG$ an indication of the potential to protect against neuropathy.	In this study we canvas whether @DRUG$ could protect against Cisplatin induced neurite inhibition in PC12 jail cell @DRUG$ an indication of the potential to protect against neuropathy .	In this neuropathy whether examined we @DRUG$ could protect against Cisplatin induced neurite inhibition in PC12 cells @DRUG$ an indication of the potential to protect against study .	In this study we examined whether @DRUG$ could protect against Cisplatin induced neurite inhibition in PC12 cells @DRUG$ an indication of the potential to protect against neuropathy .	@DRUG$ may protect against @DRUG$-induced neuropathy.	0
0	@DRUG$ at concentrations of as low @DRUG$ 0.01 mM inhibited the proteolytic degradation of both substrates by more than 50%.	@DRUG$ at concentrations of as low @DRUG$ 0.01 mM inhibit the proteolytic debasement of both substrates by more than 50 % .	@DRUG$ than concentrations of as low @DRUG$ 0.01 mM inhibited the substrates degradation of both proteolytic by more at 50 % .	@DRUG$ at concentrations of as low @DRUG$ 0.01 mM inhibited the proteolytic degradation of both substrates by more than 50 % .	@DRUG$ inhibits the proteolytic degradation of both substrates by more than 50 % .	1
0	In an in vivo study, itopride (30 mg/kg), cisapride (1.5 mg/kg), or @DRUG$ (3 @DRUG$/kg) was orally administered to male rats with or without oral pretreatment with ketoconazole (120 mg/kg) twice daily for 2 days.	inch an in vivo study , itopride ( 30 mg / kg ) , cisapride ( 1.5 mg / kg ) , or @DRUG$ ( 3 @DRUG$ / kg ) was orally administered to male rats with or without viva pretreatment with ketoconazole (  mg / kg ) twice day after day for two days .	In an in vivo study , itopride ( 30 mg / mg ) , kg ( 1.5 kg ) kg ) , 2 @DRUG$ ( 3 @DRUG$ / kg ) was orally administered to male rats or with without oral pretreatment with ketoconazole ( 120 mg / cisapride / twice daily for or days .	In an vivo study , itopride ( 30 mg kg , ( 1.5 mg / kg ) , or @DRUG$ ( 3 @DRUG$ / kg ) was orally administered to male rats with without oral pretreatment with ketoconazole ( 120 mg / ) twice daily for 2 days .	In an in vivo study, itopride (30 mg/kg), cisapride (1.5 mg/kg), or @DRUG$ (3 @DRUG$/kg) was orally administered to male rats with or without oral pretreatment with ketoconazole (120 mg/kg	0
0	In clinical trials, zopiclone (usually 7.5 @DRUG$) improved sleep in chronic insomniacs similarly to @DRUG$ 5 mg, flurazepam 15 to 30 mg, triazolam 0.5 mg and temazepam 20 mg, but in a single study was slightly less effective than flunitrazepam 2 mg in some evaluation criteria.	In clinical run , zopiclone ( unremarkably 7.5 @DRUG$ ) improved sleep in chronic insomniacs similarly to @DRUG$ 5 mg , flurazepam 15 to  mg , triazolam 0.5 mg and temazepam 20 mg , but in a single study was slimly less effective than flunitrazepam 2 mg in some evaluation criterion .	In clinical trials , zopiclone ( usually 7.5 @DRUG$ ) improved sleep in chronic to similarly insomniacs @DRUG$ criteria mg , flurazepam 15 to 0.5 mg , triazolam 30 study and temazepam 20 mg , but in a single mg was slightly less some than flunitrazepam 2 mg in effective evaluation 5 .	In clinical trials , zopiclone ( usually 7.5 @DRUG$ improved sleep in chronic insomniacs similarly to @DRUG$ 5 mg , flurazepam 15 to 30 mg , triazolam 0.5 mg and temazepam 20 mg , but in a study less effective than flunitrazepam 2 mg in evaluation criteria .	Zopiclone (usually 7.5 mg) improved sleep in chronic insomniacs similarly to 5 mg of @DRUG$, 15 to 30 mg of flurazepam, 0.5 mg of triazolam, and 20 mg of temazepam, but in	1
0	In patients with obesity and high cardiovascular risk, @DRUG$ was considered neutral and @DRUG$ was considered favorable, whereas inconclusive results were obtained for naltrexone/bupropion.	indium patients with obesity and high cardiovascular risk , @DRUG$ was considered neutral and @DRUG$ was considered favorable , whereas inconclusive results were incur for naltrexone / bupropion .	, patients with obesity and high cardiovascular risk In @DRUG$ was considered neutral and @DRUG$ was considered naltrexone , whereas inconclusive results were obtained for favorable / bupropion .	In patients with obesity and high cardiovascular risk , @DRUG$ was considered and @DRUG$ was considered favorable , whereas results were for naltrexone / .	In patients with obesity and high cardiovascular risk, @DRUG$ was considered to have no effect, while @DRUG$ was considered to be beneficial, but inconclusive results were obtained for naltrexone/bupropion.	0
0	@DRUG$, a synthetic agonist of gonadotrophin-releasing hormone (GnRH) [luteinising hormone-releasing hormone (LH-RH); @DRUG$] appears likely to join the other GnRH analogues currently used in a range of conditions reliant on gonadotrophins or sex hormones.	@DRUG$ , a synthetic agonist of gonadotrophin-releasing hormone ( GnRH ) [ luteinising hormone - releasing hormone ( LH - releasing factor ) ; @DRUG$ ] come along probable to join the other GnRH analogues currently used in a range of conditions reliant on gonadotrophins or sexual urge hormones .	@DRUG$ , a synthetic agonist of GnRH hormone ( GnRH ) [ luteinising hormone - gonadotrophin-releasing hormone ( LH - RH ) ; @DRUG$ ] appears likely on join the other releasing analogues currently used in a range of conditions to reliant gonadotrophins or sex hormones .	@DRUG$ , a synthetic agonist of gonadotrophin-releasing hormone ( GnRH ) [ luteinising hormone - releasing hormone ( LH - RH ) ; @DRUG$ ] appears likely to join the other GnRH analogues currently in a range conditions reliant on gonadotrophins or sex hormones .	@DRUG$ is a synthetic drug that mimics the effects of gonadotrophin-releasing hormone (GnRH), and is likely to be used in the same way as other GnRH analogues currently are, in conditions that rely on gonadotrophins or sex hormones.	1
0	CONCLUSIONS: @DRUG$ was extensively metabolized following oral administration, and about 70% of the administered dose is recovered in urine in 96 h @DRUG$ niacin, NUA, MNA, NNO, NAM and 2PY.	conclusion : @DRUG$ was extensively metabolized following oral administration , and about 70 % of the administered battery acid is recovered in urine in ninety six h @DRUG$ niacin , NUA , MNA , NNO , NAM and 2PY .	and : @DRUG$ was extensively metabolized following oral administration , and about in % of the administered dose is recovered in urine 70 , h @DRUG$ niacin , NUA , MNA 96 NNO , NAM CONCLUSIONS 2PY .	CONCLUSIONS : @DRUG$ was extensively metabolized following oral administration , and about % of administered is recovered in urine in 96 h @DRUG$ niacin , NUA , MNA , NNO , NAM and 2PY .	@DRUG$ was extensively metabolized following oral administration , and about 70 % of the administered dose is recovered in urine in 96 h. @DRUG$ niacin , NUA , MNA , NNO , NAM and 2PY .	0
0	@DRUG$ dihydrochloride administered 10 minutes prior to injection of interleukin-2 also had no effect on @DRUG$ kinetics.	@DRUG$ dihydrochloride administered 10 minutes prior to injection of interleukin - deuce besides had no effect on @DRUG$ kinetics .	@DRUG$ dihydrochloride administered - minutes also to injection of interleukin 10 2 prior had no effect on @DRUG$ kinetics .	@DRUG$ dihydrochloride administered 10 minutes prior to injection of interleukin - 2 also had no effect on @DRUG$ kinetics .	@DRUG$ does not seem to affect the kinetics of @DRUG$.	0
1	Several SGLT2 inhibitors are already available in many countries (@DRUG$, canagliflozin, empagliflozin) and in Japan (ipragliflozin, @DRUG$).	respective SGLT2 inhibitors are already available in many country ( @DRUG$ , canagliflozin , empagliflozin ) and in Japan ( ipragliflozin , @DRUG$ ) .	Several SGLT2 available are , inhibitors in many countries ( @DRUG$ , canagliflozin , empagliflozin ) and in Japan ( ipragliflozin already @DRUG$ ) .	Several SGLT2 inhibitors are already available ( @DRUG$ , canagliflozin , empagliflozin ) in Japan ( ipragliflozin , @DRUG$ ) .	Several SGLT2 inhibitors are already available in many countries (@DRUG$, canagliflozin, empagliflozin) and in Japan (ipragliflozin, @DRUG$).	0
0	Following administration of 500 @DRUG$ the areas were: 2325 (389) nmol/l, 1793 (312) nmol/l, 1778 (239) nmol/l, 1178 (209) nmol/@DRUG$, and 556 (89) nmol/l for Gestapuran, Leo formulation A (P = n.s.), Leo formulation B (P = n.s.), Provera (P less than 0.001), and Lutopolar (P less than 0.001), respectively.	Following administration of d @DRUG$ the orbit were : 2325 ( 389 ) nmol/l , 1793 ( 312 ) nmol/l , 1778 ( 239 ) nmol/l , 1178 ( 209 ) nmol / @DRUG$ , and 556 ( eighty nine ) nmol / l for Gestapuran , Leo formulation antiophthalmic factor ( p = n.s. ) , Leo formulation B ( p = n.s. ) , medroxyprogesterone ( p lupus erythematosus than 0.001 ) , and Lutopolar ( p lupus erythematosus than 0.001 ) , severally .	Following administration of 500 @DRUG$ the for 389 : 2325 ( were ) nmol/l n.s. 1793 ( 312 ) ( , 1778 ( 239 ) nmol/l , 1178 ( 209 ( nmol / @DRUG$ , and 556 ) = ) nmol / l areas ) , Leo formulation A ( P 89 n.s. ) , Leo formulation B ( P = , ) , Provera nmol/l than less P 0.001 ) , and Lutopolar ( P less than 0.001 Gestapuran , respectively .	Following administration 500 @DRUG$ the were : 2325 ( 389 ) nmol/l , 1793 ( 312 ) nmol/l , 1778 ( 239 nmol/l , 1178 209 ) nmol / @DRUG$ , and 556 89 nmol / l for Gestapuran , formulation A ( P ) , Leo formulation B ( P = n.s. , Provera ( P less than 0.001 ) , ( less than 0.001 ) , .	Following administration of 500 @DRUG$, the areas were: 2325 (389) nmol/l, 1793 (312) nmol/l, 1778 (239) nmol/l, 1178 (209) nmol/l for Gestapuran, Leo formulation A (	1
0	While tolterodine and 5-HMT have similar antimuscarinic activity, the logD value, a determinant of lipophilicity and permeability across biological interfaces such as the gut wall and blood-brain barrier, is considerably lower for 5-@DRUG$ (0.74) versus @DRUG$ (1.83).	While tolterodine and 5 - HMT have similar antimuscarinic bodily process , the logD value , a epitope of lipophilicity and permeableness across biological interfaces such as the gut wall and blood-brain barrier , is well lower for 5 - @DRUG$ ( 0.74 ) versus @DRUG$ ( 1.83 ) .	While tolterodine and 5 - HMT have similar antimuscarinic activity , the logD value , a determinant lipophilicity of versus permeability across biological interfaces such as the gut wall blood-brain barrier and , is considerably lower for 5 - @DRUG$ ( 0.74 ) and @DRUG$ ( 1.83 ) .	and 5 - HMT have similar antimuscarinic activity , the logD , a determinant of lipophilicity and permeability across biological interfaces such as gut wall and blood-brain barrier , considerably lower for 5 - @DRUG$ ( 0.74 ) @DRUG$ ( 1.83 ) .	Tolterodine and 5-HMT have similar antimuscarinic activity, but 5-@DRUG$ is considerably less lipophilic and permeable across biological interfaces than @DRUG$.	0
1	To determine the effect of add-on Quinacrine (Qn) treatment on serum BAFF levels and the effect of this treatment on SLE disease activity index (SLEDAI), antidsDNA and anticardiolipin (aCL) antibody levels, we treated 29 stable SLE patients, who were maintained on @DRUG$ and hydroxychloroquine and in some on @DRUG$ (AZT), with additional Qn (100 mg/d) with an aim to further reduce disease activity.	To determine the effect of supply - on Quinacrine ( Qn ) treatment on blood serum BAFF levels and the effect of this treatment on systemic lupus erythematosus disease activity exponent ( SLEDAI ) , antidsDNA and anticardiolipin ( aCL ) antibody levels , we treated 29 stable systemic lupus erythematosus patients , who were exert on @DRUG$ and plaquenil and in some on @DRUG$ ( azt ) , with additional Qn ( 100 milligram / d ) with an aim to further reduce disease activity .	reduce determine the effect of add - on Quinacrine ( ( antidsDNA with on serum BAFF levels and the effect of this treatment SLE SLE disease to index ( SLEDAI ) , ) and anticardiolipin ( aCL ) antibody levels with we in 29 stable on patients , who were maintained on @DRUG$ and hydroxychloroquine and treated some on @DRUG$ Qn AZT ) , , additional Qn ( 100 mg / d ) treatment an aim activity further To disease activity .	To determine the of add - on Quinacrine Qn ) treatment on serum levels and the effect of this on SLE disease activity ( SLEDAI ) , antidsDNA and anticardiolipin ( aCL ) antibody levels , we treated stable patients , who were maintained on @DRUG$ and hydroxychloroquine and in some on @DRUG$ ( ) , with additional Qn 100 mg / d ) an aim further reduce disease activity .	We treated 29 stable SLE patients, who were maintained on @DRUG$ and hydroxychloroquine and in some on @DRUG$ (AZT), with additional Qn (100 mg/d) with an aim to further reduce disease activity.	0
0	A second study in elderly patients found decreases in LPS with @DRUG$ 4 mg (P < 0.001) and 8 @DRUG$ (P < 0.01), as well as significant increases in TST (P < 0.05 and P < 0.01, respectively).	A second base study in older patients see decreases in LPS with @DRUG$ four mg ( P < 0.001 ) and 8 @DRUG$ ( P < 0.01 ) , as well as significant increases in TST ( P < 0.05 and P < 0.01 , respectively ) .	significant 0.05 study in elderly patients found decreases in ) with @DRUG$ second mg ( P < 0.001 ) and 8 @DRUG$ ( P < 0.01 LPS , as well as A increases in TST ( P < 4 and P < 0.01 , respectively ) .	A second study in elderly patients decreases in LPS with @DRUG$ mg P < 0.001 and 8 @DRUG$ ( P < 0.01 , as well as increases in ( P < 0.05 and P < 0.01 , respectively ) .	A second study in elderly patients found decreases in LPS with @DRUG$ 4 mg ( P < 0.001 ) and 8 mg ( P < 0.01 ) , as well as significant increases in TST ( P < 0.05 and P < 0.01 , respectively ) .	1
0	Six subjects with normal liver function (Group 1) and 7 patients with liver dysfunction (Group 2; mean ICGR15 value 30.5 (5.2)%; range 16 to 56) received a single oral dose of 1 @DRUG$ @DRUG$, a prodrug-type ACE inhibitor, with preferentially excreted by the biliary route.	Six subjects with rule liver function ( mathematical group 1 ) and 7 affected role with liver dysfunction ( mathematical group 2 ; mean ICGR15 appraise 30.5 ( 5.2 ) % ; range 16 to 56 ) incur a single oral dose of 1 @DRUG$ @DRUG$ , a prodrug-type ACE inhibitor , with preferentially excreted by the biliary route .	Six subjects with normal range function ( Group 1 ) and 7 with with liver dysfunction ( Group 2 ; mean ICGR15 value 30.5 ( 5.2 ) patients ; liver 56 to 16 ) received a single oral dose of 1 @DRUG$ @DRUG$ excreted a prodrug-type ACE inhibitor , % preferentially , by the biliary route .	Six subjects normal function ( Group 1 and 7 patients liver dysfunction ( 2 ; mean ICGR15 value 30.5 ( 5.2 ) ; range 16 to 56 ) a single dose of 1 @DRUG$ @DRUG$ , a prodrug-type ACE inhibitor , with preferentially excreted biliary route	Group 1" refers to six subjects with normal liver function, while "Group 2" refers to seven patients with liver dysfunction. All subjects received a single oral dose of 1 @DRUG$ @DRUG$, which is a prodrug-type ACE inhibitor that is preferentially excreted by the	0
0	Fluvoxamine does not have an asymmetric carbon in its structure (@DRUG$. 1) and therefore does not exist @DRUG$ optical isomers.	Fluvoxamine does not have an asymmetrical carbon in its structure ( @DRUG$ . 1 ) and therefore does not exist @DRUG$ visual isomers .	Fluvoxamine does not have an asymmetric . its in structure ( @DRUG$ carbon 1 ) and therefore does not exist @DRUG$ optical isomers .	Fluvoxamine does not have an asymmetric carbon in structure ( @DRUG$ . 1 ) and therefore does not exist @DRUG$ optical isomers .	Fluvoxamine does not have an asymmetric carbon in its structure (@DRUG$.1) and therefore does not exist as optical isomers.	1
0	A double-blind, randomized clinical trial was performed in which general practitioners and psychiatrists compared fixed doses of escitalopram (20 @DRUG$/day) with @DRUG$ (40 mg/day) over 8 weeks in outpatients with major depressive disorder (MDD) [baseline Montgomery-Asberg Depression Rating Scale (MADRS) score > or =30].	A double- blind , randomized clinical trial was performed in which general practitioners and psychiatrist compared frozen doses of escitalopram ( 20 @DRUG$ / day ) with @DRUG$ (  atomic number  / day ) over 8 calendar week in outpatients with major depressive disorder ( MDD ) [ baseline bernard law montgomery - Asberg Depression Rating Scale ( MADRS ) score > or =30 ] .	A double- blind or randomized clinical trial was performed MDD which general practitioners and psychiatrists compared fixed doses of escitalopram weeks 20 @DRUG$ / day ) depressive @DRUG$ ( 40 mg / day ) over 8 ( in outpatients with major with - ( Depression ) [ baseline Montgomery disorder Asberg in Rating Scale ( MADRS ) score > , =30 ] .	A double- blind , randomized clinical trial was performed in which general and psychiatrists compared fixed doses escitalopram ( 20 @DRUG$ / day ) with @DRUG$ ( 40 mg / day ) over 8 weeks in outpatients with depressive ( MDD ) [ Montgomery Asberg Depression Rating Scale ( MADRS ) score > =30 ] .	A double- blind , randomized clinical trial was performed in which general practitioners and psychiatrists compared fixed doses of escitalopram ( 20 mg / day ) with @DRUG$ ( 40 mg / day ) over 8 weeks in outpatients with major depressive disorder ( MDD ) [ baseline Montgomery - As	1
0	The pyridine form of unchanged @DRUG$ and the N-debenzylated product were observed @DRUG$ minor metabolites.	The pyridine form of unchanged @DRUG$ and the N-debenzylated intersection were observed @DRUG$ minor metabolites .	The pyridine form of the @DRUG$ and unchanged N-debenzylated product were observed @DRUG$ minor metabolites .	The form of unchanged @DRUG$ and were observed @DRUG$ minor metabolites .	@DRUG$ is converted into the pyridine form, and then into the N-debenzylated product.	1
0	This diversity needs to be recognized as a factor in responses to drugs such @DRUG$ @DRUG$ and doxorubicin.	This diversity needs to be pick out as a factor in responses to drugs such @DRUG$ @DRUG$ and doxorubicin .	This diversity and to be recognized as a factor in responses to drugs such @DRUG$ @DRUG$ needs doxorubicin .	This needs to be recognized as a factor in responses to drugs such @DRUG$ @DRUG$ and doxorubicin .	The diversity between @DRUG$ and @DRUG$ needs to be recognized when considering how the two drugs might respond to one another.	0
1	CONCLUSIONS: There are limited pharmacokinetic data for the use of carbamazepine, levetiracetam, lidocaine, @DRUG$, topiramate, valproic acid, and @DRUG$ for neonates with seizures refractory to treatment with first-line antiepileptic agents.	CONCLUSIONS : There are fix pharmacokinetic data for the practice of carbamazepine , levetiracetam , lidocaine , @DRUG$ , topiramate , valproic acid , and @DRUG$ for newborn with seizures refractory to treatment with first-line antiepileptic agents .	of : There are limited pharmacokinetic data for the use CONCLUSIONS carbamazepine , levetiracetam , lidocaine , @DRUG$ , topiramate , valproic acid , and @DRUG$ for neonates with seizures refractory to treatment with first-line antiepileptic agents .	CONCLUSIONS : There are limited pharmacokinetic for the use of carbamazepine levetiracetam , lidocaine , @DRUG$ topiramate , valproic acid , and @DRUG$ for neonates with seizures refractory to treatment with first-line antiepileptic .	There is limited information on how well carbamazepine, levetiracetam, lidocaine, @DRUG$, topiramate, valproic acid, and @DRUG$ work in newborns with seizures that haven't responded to first-line antiepileptic drugs.	0
0	The later, including desogestrel (DSG) and its derivative etonogestrel, @DRUG$ (GES) and norgestimate (@DRUG$), have been referred to as third-generation progestins.	The recent , admit desogestrel ( DSG ) and its derivative instrument etonogestrel , @DRUG$ ( GES ) and norgestimate ( @DRUG$ ) , have been referred to as third - generation progestins .	The later have including desogestrel ( DSG and ) its derivative etonogestrel , @DRUG$ ( third ) and norgestimate ( @DRUG$ ) , , been referred to as GES - generation progestins .	The later , including desogestrel DSG ) and its derivative etonogestrel , @DRUG$ ( GES ) and norgestimate ( @DRUG$ ) , have been referred to as third - generation progestins .	@DRUG$ is a third-generation progestin, while @DRUG$ is a second-generation progestin.	0
0	Their effects were also abolished by pretreatment with the @DRUG$ synthesis inhibitor @DRUG$-chlorophenylalanine (PCPA; 200 mg/kg; with desmethylimipramine given beforehand to protect noradrenergic nerves and enhance 5-HT depletion).	Their effects were also get rid of by pretreatment with the @DRUG$ deduction inhibitor @DRUG$ - chlorophenylalanine ( PCPA ; 200 milligram / kg ; with desmethylimipramine given beforehand to protect noradrenergic nerves and enhance 5 - HT depletion ) .	noradrenergic effects / also abolished by pretreatment with the @DRUG$ synthesis inhibitor @DRUG$ - chlorophenylalanine ( PCPA ; 200 mg were kg ; with desmethylimipramine given beforehand Their protect to nerves and enhance 5 - HT depletion ) .	Their also abolished by pretreatment with the @DRUG$ inhibitor @DRUG$ - chlorophenylalanine ( PCPA ; 200 mg / kg ; with desmethylimipramine given beforehand to protect noradrenergic nerves and enhance 5 - HT depletion ) .	The effects of @DRUG$ were abolished by pretreatment with the @DRUG$ synthesis inhibitor DRUGB.	0
0	By contrast, with the exception of elevated 13-cis-retinoic acid in one group (21.6 @DRUG$/d, @DRUG$ dispersible powder), the concentrations of all-trans-retinoic acid, and the oxo-derivatives or retinoic acid were not significantly affected by b-carotene supplementation.	By counterpoint , with the exception of elevated 13 - cis-retinoic bitter in unmatchable group ( 21.6 @DRUG$ /d , @DRUG$ dispersible powder ) , the concentrations of all- trans-retinoic bitter , and the oxo-derivatives or retinoic bitter were not significantly affected by b-carotene subjunction .	By contrast , with the exception of elevated 13 - supplementation acid b-carotene , group ( 21.6 @DRUG$ /d , @DRUG$ dispersible powder ) one the concentrations of all- trans-retinoic acid , and the oxo-derivatives or retinoic acid in not significantly affected by were cis-retinoic .	By contrast , with exception of elevated 13 - cis-retinoic acid in one group ( 21.6 @DRUG$ /d , @DRUG$ dispersible powder , the concentrations of trans-retinoic acid , and the oxo-derivatives or retinoic acid were not significantly affected by b-carotene supplementation .	Except for one group that had higher levels of 13-cis-retinoic acid, the concentrations of all-trans-retinoic acid and the oxo-derivatives of retinoic acid were not significantly affected by b-carotene supplementation.	1
0	Comparative studies of up to 3 months' duration suggest that nicorandil is equivalent in efficacy to @DRUG$ dinitrate, propranolol, @DRUG$, nifedipine or diltiazem in the treatment of stable angina.	comparative degree studies of up to 3 months ' duration suggest that nicorandil is equivalent in efficaciousness to @DRUG$ dinitrate , propranolol , @DRUG$ , nifedipine or diltiazem in the discourse of stable angina .	in studies Comparative up to 3 months ' duration suggest that nicorandil is equivalent in , to @DRUG$ dinitrate , propranolol , @DRUG$ efficacy nifedipine or diltiazem of the treatment of stable angina .	Comparative studies of up to 3 months duration suggest that nicorandil is equivalent in @DRUG$ dinitrate , propranolol , @DRUG$ , nifedipine or in the treatment of stable angina .	Nicorandil is as effective as @DRUG$ dinitrate, propranolol, @DRUG$, nifedipine, or diltiazem in the treatment of stable angina.	0
0	There are several compounds that are at different developmental stages in the pipeline to counter HIV entry, among them: (i) the attachment inhibitor dextrin-2-@DRUG$; (ii) the inhibitors of the glycoprotein (gp) 120/CD4 interaction PRO 542, TNX 355 and BMS 488043; (iii) the co-receptor inhibitors subdivided in those targeting CCR5 (SCH 417690 [SCH D], UK 427857 GW 873140, PRO 140, TAK 220, AMD 887) and those targeting CXCR4 (@DRUG$ 070, KRH 2731); and (iv) the fusion inhibitors enfuvirtide (T-20) and tifuvirtide (T-1249).	at that place are several compounds that are at different developmental stages in the line to counter hiv entry , among them : ( i ) the attachment inhibitor dextrin - 2 - @DRUG$ ; (  ) the inhibitors of the glycoprotein ( gp )  / cluster of differentiation  fundamental interaction PRO 542 , TNX 355 and BMS 488043 ; ( iii ) the co-receptor inhibitors subdivided in those targeting CCR5 ( SCH 417690 [ SCH cholecalciferol ] , UK 427857 GW 873140 , PRO 140 , TAK 220 , amd 887 ) and those targeting CXCR4 ( @DRUG$ 070 , KRH 2731 ) ; and ( foursome ) the spinal fusion inhibitors enfuvirtide ( T- xx ) and tifuvirtide ( T-1249 ) .	There are several compounds that are at ) ( stages in the pipeline to counter HIV entry , among them : ( i ) the attachment inhibitor dextrin - 2 - @DRUG$ ; , ii ) the inhibitors of the glycoprotein developmental gp ) 120 / CD4 interaction PRO 542 , TNX , and BMS GW ; ) iii ( the co-receptor inhibitors subdivided in those targeting CCR5 ( SCH 417690 [ SCH D AMD ( UK 427857 488043 873140 , PRO 140 355 TAK 220 , ] 887 different ( those targeting CXCR4 ( @DRUG$ 070 , KRH 2731 ) ; ) ( iv and the ( inhibitors enfuvirtide and T- 20 ) ) tifuvirtide fusion T-1249 and .	There are several compounds are at developmental stages in the pipeline to counter HIV entry , among them ( i ) the attachment inhibitor dextrin - 2 - @DRUG$ ; ( ii ) the inhibitors of the glycoprotein ( gp ) 120 / interaction PRO 542 , TNX 355 and BMS 488043 ; ( iii ) co-receptor inhibitors subdivided in those targeting CCR5 ( SCH 417690 [ SCH D , UK 427857 GW 873140 , PRO , TAK 220 , AMD 887 ) and those targeting CXCR4 ( @DRUG$ 070 , KRH 2731 ) and ( iv ) the fusion inhibitors enfuvirtide ( T- 20 ) tifuvirtide ( T-1249 ) .	There are several compounds that are at different developmental stages in the pipeline to counter HIV entry. These include the attachment inhibitor dextrin-2-@DRUG$, the inhibitors of the glycoprotein (gp) 120/CD4 interaction PRO 542, TNX 355 and BMS 4880	1
0	In trial 1, using an up-down method, MAC was determined daily after 4 min of exposure to MS-222 for which the starting concentration was 160 @DRUG$/@DRUG$.	In trial 1 , apply an up-down method acting , MAC was determined daily after 4 min of exposure to MS - 222 for which the starting assiduousness was 160 @DRUG$ / @DRUG$ .	In trial 1 , using an up-down method , MAC after determined daily was 4 min of exposure to / - 222 MS which the starting concentration was 160 @DRUG$ for @DRUG$ .	In trial 1 , using up-down method , MAC was determined daily after 4 min of exposure to MS - 222 for which the starting concentration was 160 @DRUG$ / @DRUG$ .	The concentration of @DRUG$ required to achieve a given degree of anesthesia (MAC) was determined after 4 minutes of exposure to MS-222 for which the starting concentration was 160 DRUGA / @DRUG$ .	0
0	Doses of 100 and 500 mg/kg/day caused a decrease in testicular weight and in LH, GnRH and glutamate levels, in prepubertal rats (15-day-old specimens), and an increase in, gonadotropin (@DRUG$ and @DRUG$) con-centration and aspartate levels in peripubertal rats (30-day-old specimens), without changes in testicular weight.	Doses of 100 and 500 mg / kilo / twenty four hour period stimulate a decrease in testicular burden and in luteinizing hormone , GnRH and glutamate levels , in prepubertal rats ( 15 - twenty four hour period - old specimens ) , and an increase in , gonadotrophic hormone ( @DRUG$ and @DRUG$ ) con-centration and aspartate levels in peripubertal rats (  - twenty four hour period - old specimens ) , without changes in testicular burden .	Doses of 100 ( without mg levels kg , day caused a decrease in testicular weight and in LH , GnRH and levels / , in prepubertal rats ( 15 - day - old ) ) , and an increase in / gonadotropin ( @DRUG$ and @DRUG$ ) con-centration and aspartate glutamate in peripubertal rats and 30 - day - old specimens specimens , 500 changes in testicular weight .	Doses 100 and 500 mg / kg / caused a decrease in testicular weight and in LH , GnRH and glutamate , in prepubertal rats ( 15 - day - old specimens ) , and an increase in gonadotropin ( @DRUG$ @DRUG$ and levels in peripubertal rats ( 30 - day - old specimens ) , without changes in testicular weight	Doses of 100 and 500 mg / kg / day caused a decrease in testicular weight and in LH , GnRH and glutamate levels , in prepubertal rats ( 15 - day - old specimens ) , and an increase in , gonadotropin ( @DRUG$ and @DRUG$	0
0	These results indicate that the sensitizing actions of PGE2 @DRUG$ measured by enhanced peptide release, are not mediated by @DRUG$-, N-, or P-type VSCC.	These effect argue that the sensitizing actions of PGE2 @DRUG$ measured by enhanced peptide waiver , are not mediated by @DRUG$ - , N - , or P-type VSCC .	These results indicate that the sensitizing actions of PGE2 @DRUG$ measured , peptide enhanced release or are not mediated by @DRUG$ - , N - , by P-type VSCC .	These results indicate that the sensitizing actions of PGE2 @DRUG$ measured enhanced peptide release , are not mediated by @DRUG$ - , N - , or P-type VSCC .	The sensitizing actions of PGE2 @DRUG$ measured by enhanced peptide release are not mediated by @DRUG$ - , N - , or P-type VSCC .	0
0	This review will discuss the current evidence for novel branded antibiotics that are highly effective in the treatment of multidrug-resistant infections by Gram-positive pathogens, namely ceftobiprole, ceftaroline, telavancin, oritavancin, dalbavancin, tedizolid, @DRUG$, delafloxacin, ozenoxacin, and @DRUG$.	This follow up will discuss the flow evidence for novel branded antibiotics that are extremely effective in the treatment of multidrug -resistant infections by Gram-positive pathogens , that is to say ceftobiprole , ceftaroline , telavancin , oritavancin , dalbavancin , tedizolid , @DRUG$ , delafloxacin , ozenoxacin , and @DRUG$ .	This review will discuss , current evidence for novel branded antibiotics ceftaroline are highly , in the treatment of multidrug -resistant infections by Gram-positive pathogens , namely ceftobiprole , that , telavancin the oritavancin effective dalbavancin , tedizolid , @DRUG$ , delafloxacin , ozenoxacin , and @DRUG$ .	This review will discuss the current evidence for novel branded antibiotics that are highly effective in the treatment of multidrug -resistant infections by pathogens , ceftobiprole , ceftaroline , telavancin , , , tedizolid , @DRUG$ , delafloxacin , ozenoxacin , and @DRUG$ .	We will discuss how well certain new, branded antibiotics work in treating infections caused by Gram-positive bacteria, specifically ceftobiprole, ceftaroline, telavancin, oritavancin, dalbavancin, tedizolid, @DRUG$, del	1
0	Treatment of pediculosis pubis is best accomplished with topical permethrin, @DRUG$, or @DRUG$ with piperonyl butoxide.	Treatment of pediculosis pubis is well accomplished with topical permethrin , @DRUG$ , or @DRUG$ with piperonyl butoxide .	Treatment of or pubis is best accomplished with topical permethrin , @DRUG$ , pediculosis @DRUG$ with piperonyl butoxide .	Treatment of pediculosis pubis is best accomplished with topical permethrin , @DRUG$ , or @DRUG$ with piperonyl butoxide .	Topical permethrin, @DRUG$, or @DRUG$ with piperonyl butoxide are the best treatments for pediculosis pubis.	0
0	The ability of lesopitron to induce 5-HT syndrome reflects post-synaptic 5-HT1A receptor activation and the reversion of 8-OHDPAT-induced @DRUG$ syndrome by @DRUG$ suggests a partial agonist effect on this receptor-type.	The ability of lesopitron to get 5 - HT syndrome reflects post-synaptic 5 - HT1A receptor activating and the reversion of 8- OHDPAT - induced @DRUG$ syndrome by @DRUG$ suggests a partial agonist set up on this receptor-type .	The ability of lesopitron to post-synaptic 5 - HT syndrome reflects - 5 induce HT1A receptor activation and the reversion of 8- OHDPAT induced - @DRUG$ syndrome by @DRUG$ suggests a partial agonist effect on this receptor-type .	The ability of lesopitron to 5 - syndrome reflects post-synaptic 5 - HT1A receptor activation the reversion of 8- OHDPAT - induced @DRUG$ syndrome by @DRUG$ suggests a partial agonist on this receptor-type .	@DRUG$ is a drug that causes a syndrome called DRUGA syndrome. @DRUG$ is a drug that can reverse the effects of DRUGA syndrome. This suggests that DRUGB has a partial agonist effect on the 5-HT1A receptor.	0
0	Moreover, @DRUG$ induced weak central depressant effects such @DRUG$ inhibition of spontaneous locomotor activity and motor coordination, as compared with classical neuroleptics (haloperidol and chlorpromazine).	Moreover , @DRUG$ induced decrepit central depressant effects such @DRUG$ inhibition of spontaneous locomotor bodily process and drive coordination , as compared with classical neuroleptics ( haloperidol and chlorpromazine ) .	Moreover , @DRUG$ induced weak central depressant effects motor @DRUG$ inhibition of spontaneous locomotor activity and chlorpromazine coordination , such compared with classical neuroleptics ( haloperidol and as ) .	Moreover , @DRUG$ induced weak central depressant effects such @DRUG$ inhibition of spontaneous locomotor activity and motor coordination as compared with classical neuroleptics ( and chlorpromazine )	@DRUG$ induces weak central depressant effects such as @DRUG$ inhibition of spontaneous locomotor activity and motor coordination, as compared with classical neuroleptics (haloperidol and chlorpromazine).	0
0	The drug is administered @DRUG$ the @DRUG$ soluble tromethamine salt and is available in tablets or as an intramuscular injection.	The do drugs is administered @DRUG$ the @DRUG$ soluble tromethamine salt and is useable in tablets or as an intramuscular injection .	The drug is administered @DRUG$ is @DRUG$ soluble tromethamine salt and the available as tablets or in an intramuscular injection .	The drug is administered @DRUG$ the @DRUG$ soluble tromethamine salt is available in tablets or as an intramuscular injection .	The drug is administered as a soluble tromethamine salt, and is available in tablets or as an intramuscular injection.	1
0	The method has been applied to residues of sulfamethazine, @DRUG$, @DRUG$, sulfaquinoxaline, and sulfabromomethazine in cattle, swine, turkey, and duck tissues.	The method has been applied to residuum of sulfamethazine , @DRUG$ , @DRUG$ , sulfaquinoxaline , and sulfabromomethazine in bos taurus , swine , turkey , and duck tissues .	The tissues has been applied to residues of sulfamethazine and @DRUG$ , @DRUG$ , sulfaquinoxaline , and sulfabromomethazine in cattle , swine , turkey , , duck method .	The method has been applied to residues of sulfamethazine , @DRUG$ , @DRUG$ , sulfaquinoxaline , and sulfabromomethazine cattle , swine , , and duck tissues .	The method has been applied to residues of sulfamethazine and sulfaquinoxaline in cattle, swine, turkey, and duck tissues.	1
0	@DRUG$ (ethyl 17alpha-dichloroacetoxy-11beta-hydroxy-androsta-1,4-diene-3-one-17beta-carboxylate, code-named: BNP-166) has been prepared in a 3-step synthesis from prednisolone @DRUG$ starting material.	@DRUG$ ( ethyl group 17alpha-dichloroacetoxy-11beta-hydroxy-androsta-1,4-diene-3-one-17beta-carboxylate , code-named : BNP - 166 ) has been prepared in a 3 - step synthesis from prednisolone @DRUG$ starting textile .	@DRUG$ ( ethyl : , code-named 17alpha-dichloroacetoxy-11beta-hydroxy-androsta-1,4-diene-3-one-17beta-carboxylate BNP - 166 ) 3 been prepared in a has - step synthesis from prednisolone @DRUG$ starting material .	@DRUG$ ( 17alpha-dichloroacetoxy-11beta-hydroxy-androsta-1,4-diene-3-one-17beta-carboxylate , code-named : BNP - 166 ) has been prepared in a 3 - step synthesis from @DRUG$ starting .	@DRUG$ is a chemical compound that was created as a result of a three-step synthesis from a prednisolone starting material.	1
0	In rat striatal slices SLV308 concentration-dependently attenuated forskolin stimulated accumulation of cAMP, @DRUG$ expected for a dopamine @DRUG$(2) and D(3) receptor agonist.	indiana rat striatal slices SLV308 concentration - dependently weakened forskolin make accumulation of cAMP , @DRUG$ expected for a dopamine @DRUG$ ( 2 ) and D ( 3 ) receptor agonist .	In rat striatal slices SLV308 concentration - dependently attenuated forskolin stimulated accumulation of cAMP ( @DRUG$ expected for a dopamine @DRUG$ receptor ) ) and D , 3 2 ( agonist .	In rat striatal slices concentration - attenuated forskolin accumulation of cAMP , @DRUG$ expected for a dopamine @DRUG$ ( 2 ) ( 3 ) receptor agonist .	@DRUG$ is a dopamine @DRUG$ ( 2 ) and D ( 3 ) receptor agonist.	0
0	The new formulation of @DRUG$-@DRUG$ meets the most stringent potency specification guidelines, and has been demonstrated to be bioequivalent to the current formulation and to show dosage form proportionality.	The new formulation of @DRUG$ - @DRUG$ see the most stringent potency spec guidelines , and has been demonstrated to be bioequivalent to the current formulation and to show dose form proportionality .	The - formulation formulation @DRUG$ new @DRUG$ meets the specification stringent potency most guidelines , and has been demonstrated to be bioequivalent to the current of and to show dosage form proportionality .	The new formulation of @DRUG$ - @DRUG$ meets the stringent potency specification guidelines , and has been demonstrated to be bioequivalent to the current formulation and to show dosage form proportionality .	The new formulation of @DRUG$ - @DRUG$ is just as potent as the current formulation, and the dosage form is proportional.	0
0	Here, we show that, in plants, synthesis of the vitamin takes an entirely different route, which does not involve deoxyxylulose 5-phosphate but instead utilizes intermediates from the pentose phosphate pathway, i.e., ribose 5-phosphate or ribulose 5-phosphate, and from glycolysis, i.e., @DRUG$ @DRUG$ or glyceraldehyde 3-phosphate.	hither , we show that , in plants , synthetic thinking of the vitamin takes an totally different route , which does not involve deoxyxylulose  - phosphate but instead employ intermediates from the pentose phosphate nerve tract , i.e. , ribose  - phosphate or ribulose  - phosphate , and from glycolysis , i.e. , @DRUG$ @DRUG$ or glyceraldehyde 3 - phosphate .	Here , we show 3 , in plants , deoxyxylulose of the vitamin takes an entirely different route , which glyceraldehyde not - synthesis 5 - phosphate - instead utilizes intermediates from the pentose phosphate pathway 5 i.e. , ribose 5 but phosphate or ribulose , involve phosphate , and from glycolysis , i.e. , @DRUG$ @DRUG$ or does that - phosphate .	Here , we show that , in plants , of the vitamin takes an entirely different , which does not involve deoxyxylulose 5 - phosphate but instead utilizes intermediates from the pentose phosphate pathway i.e. , ribose 5 - phosphate or ribulose 5 - phosphate , and from glycolysis , i.e. , @DRUG$ @DRUG$ or glyceraldehyde 3 - .	@DRUG$ and @DRUG$ are two different pathways that lead to the same result - the synthesis of vitamin.	0
0	Resolvins and protectins are important anti-inflammatory and pro-resolution compounds derived from the enzymatic oxidation of @DRUG$ all-cis-5,8,11,14,17-eicosapentaenoic acid (EPA) and all-cis-4,7,10,13,16,19-docosahexaenoic acid (@DRUG$).	Resolvins and protectins are authoritative anti inflammatory and pro-resolution compounds derived from the enzymatic oxidation of @DRUG$ all - cis - 5,8,11,14,17 - eicosapentaenoic acid ( epa ) and all - cis - 4,7,10,13,16,19 -docosahexaenoic acid ( @DRUG$ ) .	Resolvins and protectins are - anti-inflammatory and pro-resolution compounds derived from enzymatic the oxidation of @DRUG$ all - cis - 5,8,11,14,17 - -docosahexaenoic acid ( EPA ) and all important cis - 4,7,10,13,16,19 eicosapentaenoic acid ( @DRUG$ ) .	Resolvins are important anti-inflammatory and pro-resolution compounds derived from the enzymatic oxidation of @DRUG$ all - - 5,8,11,14,17 - acid ( ) and all - cis - 4,7,10,13,16,19 -docosahexaenoic acid ( @DRUG$ ) .	Resolvins and protectins are important anti-inflammatory and pro-resolution compounds derived from the enzymatic oxidation of EPA and @DRUG$ .	1
0	@DRUG$ fumarate 300 @DRUG$ every 48 hours in individuals with moderate renal impairment and twice weekly corresponding to every 72-96 hours in those with severe renal impairment is recommended in order to target steady-state tenofovir exposures consistent with those observed in subjects with normal renal function receiving tenofovir disoproxil fumarate 300 mg once daily.	@DRUG$ fumarate 300 @DRUG$ every 48 hours in individuals with moderate renal impairment and twice hebdomadally corresponding to every 72 - 96 hours in those with severe renal impairment is recommended in rules of order to target steady -state tenofovir exposure coherent with those observed in subjects with pattern renal function receiving tenofovir disoproxil fumarate 300 mg once daily .	@DRUG$ fumarate 300 @DRUG$ every 48 hours in individuals with moderate renal impairment and twice weekly target to every 72 - mg hours impairment those with severe renal in is recommended with 96 to corresponding steady -state tenofovir exposures consistent with those observed in subjects in normal renal function receiving tenofovir disoproxil fumarate 300 order once daily .	@DRUG$ fumarate 300 @DRUG$ every 48 hours in individuals with moderate renal impairment and twice weekly corresponding to every 72 - 96 hours in those severe renal impairment recommended in order to target steady -state tenofovir consistent with those observed in with normal renal function receiving tenofovir disoproxil fumarate mg .	@DRUG$ should be taken every 48 hours if the person has moderate renal impairment, and every 72 - 96 hours if the person has severe renal impairment. This will help to ensure that the person's exposure to tenofovir disoproxil fumarate is consistent with that of someone with	1
0	When made available to rhesus monkeys (n = 4) for self-administration, +-pseudoephedrine functioned @DRUG$ a positive reinforcer in all monkeys, as did (-)-@DRUG$ in two of three monkeys.	When made available to rhesus putter ( north = quaternary ) for self -administration , +- pseudoephedrine functioned @DRUG$ a positive reinforcer in all putter , as did ( -) - @DRUG$ in two of three putter .	When made available to rhesus monkeys ( reinforcer = 4 ) three self -administration , +- pseudoephedrine functioned @DRUG$ a positive n for all monkeys , as did ( -) - @DRUG$ in two of in monkeys .	When made available to rhesus monkeys ( n = 4 ) for self -administration , +- pseudoephedrine functioned @DRUG$ a positive reinforcer in all , as did ( -) - @DRUG$ in two of three monkeys .	When made available to rhesus monkeys ( n = 4 ) for self -administration , +- pseudoephedrine functioned as a positive reinforcer in all monkeys , as did ( -) - pseudoephedrine in two of three monkeys .	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (@DRUG$, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and @DRUG$ (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	type a review of commercially useable oral and injectable solution formulations reveals that the solubilizing excipients admit water - soluble organic solvents ( polyethylene dihydric alcohol 300 , polyethylene dihydric alcohol four hundred , ethyl alcohol , propene dihydric alcohol , glycerine , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor rhesus factor forty , Cremophor rhesus factor  , d-alpha-tocopherol polyethylene dihydric alcohol 1000 succinate , polysorbate  , polysorbate fourscore , Solutol HS  , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , four hundred , or 1750 ) , water - insoluble lipids ( @DRUG$ , corn whisky oil , cottonseed oil , olive oil , peanut oil , peppermint oil , false saffron oil , sesamum indicum oil , soybean plant oil , hydrogenated veg oils , hydrogenated soybean plant oil , and medium- chain triglycerides of coconut oil and palm sow oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl-beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and @DRUG$ ( hydrogenated soy sauce phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral monooleate injectable solution formulations reveals that the solubilizing excipients include water - hydrogenated organic solvents ( polyethylene glycol , peppermint polyethylene , 400 , ethanol , propylene glycol , glycerin , N-methyl , 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide soybean , , surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor HS chain - d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate ( L-alpha-dimyristoylphosphatidylcholine polysorbate 80 , Solutol oil 15 , sorbitan non-ionic , poloxamer 407 and sesame M-1944CS , Labrafil M-2125CS , Labrasol glycol Gellucire 44/14 , Softigen 767 , and mono- and di-fatty oil esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( @DRUG$ , corn oil , cottonseed acid , olive oil , peanut oil , beta-cyclodextrin oil , safflower oil , Labrafil oil , soybean oil , soluble vegetable oils , hydrogenated ) oil , and medium- chain triglycerides of coconut oil and palm seed RH ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol 300 oleic acid , medium- 60 mono- and diglycerides ) , various cyclodextrins 20 alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl-beta-cyclodextrin , and sulfobutylether - , ) , and @DRUG$ ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , , , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , glycol , glycerin - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH , Cremophor RH 60 , polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( @DRUG$ , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl-beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , @DRUG$ ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	@DRUG$ is a water-soluble organic solvent, while @DRUG$ is a water-insoluble lipid. DRUGA is also an organic liquid/semi-solid, while DRUGB is a solid.	0
0	Synthetic approaches to the most important representatives (compounds under clinical investigations or available on the market) are described, including valacyclovir, valganciclovir, valomaciclovir stearate, valcyclopropavir, @DRUG$, @DRUG$ and several attempts to amino acid modifications of antiretroviral nucleosides.	Synthetic approaches to the most important representatives ( compounds under clinical investigations or available on the market ) are described , admit valacyclovir , valganciclovir , valomaciclovir stearate , valcyclopropavir , @DRUG$ , @DRUG$ and several endeavour to amino loony toons modifications of antiretroviral nucleoside .	Synthetic approaches to the compounds important representatives ( several under clinical investigations or available on the market ) are described , including valacyclovir , valganciclovir , valomaciclovir of , , valcyclopropavir @DRUG$ , @DRUG$ and most attempts to amino acid modifications stearate antiretroviral nucleosides .	Synthetic approaches to the most important representatives ( compounds under clinical investigations or available on the market ) described , including valacyclovir , valganciclovir , valomaciclovir stearate , valcyclopropavir @DRUG$ , @DRUG$ and several attempts to amino acid modifications of antiretroviral nucleosides .	The relationship between @DRUG$ and @DRUG$ is that DRUGA is a synthetic approach to the most important representatives of DRUGB, including valacyclovir, valganciclovir, valomaciclovir stearate, valcyclopropavir.	0
0	Administration of either @DRUG$-sotalol or @DRUG$ (at concentration of 10(-5) mol/l) before the administration of 10(-6) mol/l TG prevent the TG induced elevation of [Ca2+]i. CONCLUSION: These results support our hypothesis that d-sotalol and tedisamil prevent Ca2+ overload by the cAMP dependent SR Ca2+ uptake.	Administration of either @DRUG$ - sotalol or @DRUG$ ( at denseness of ten ( - 5 ) mol /l ) before the presidency of ten ( - sixer ) mol / l TG prevent the TG induced el of [ Ca2 + ] i. CONCLUSION : These results support our theory that d-sotalol and tedisamil prevent Ca2 + overload by the cAMP dependent SR Ca2 + uptake .	Administration of either @DRUG$ - sotalol or @DRUG$ ( at concentration of TG ( - 5 ) mol /l ) before the results of elevation ( the 6 ) mol / l TG prevent Ca2 that induced 10 of [ Ca2 + ] i. CONCLUSION : These administration support our hypothesis 10 d-sotalol and tedisamil prevent the + overload by - cAMP dependent SR Ca2 + uptake .	Administration of either @DRUG$ - sotalol or @DRUG$ at concentration of ( - 5 ) mol /l ) before the administration of 10 ( 6 ) mol / TG prevent the TG induced elevation of [ Ca2 + ] i. CONCLUSION : results support hypothesis that d-sotalol and tedisamil Ca2 + overload by the cAMP dependent SR Ca2 + uptake .	@DRUG$ (sotalol) and @DRUG$ (tedisamil) prevent Ca2+ overload by the cAMP dependent SR Ca2+ uptake.	0
0	Atractylon significantly inhibited NO and @DRUG$ production @DRUG$ well as inducible NO synthase and cyclooxygenase-2 expression in LPS-induced RAW 264.7 cells.	Atractylon significantly inhibited NO and @DRUG$ production @DRUG$ well as inducible NO synthase and cyclooxygenase - deuce expression in LPS - rush RAW 264.7 cells .	Atractylon significantly inhibited NO and @DRUG$ production @DRUG$ well as inducible and synthase NO cyclooxygenase - 2 expression in LPS - cells RAW 264.7 induced .	Atractylon significantly inhibited NO and @DRUG$ production @DRUG$ well as inducible NO synthase and cyclooxygenase - 2 in - induced RAW 264.7 cells .	Atractylon significantly inhibited NO and @DRUG$ production @DRUG$ well as inducible NO synthase and cyclooxygenase - 2 expression in LPS - induced RAW 264.7 cells ."Atractylon inhibited the production of DRUGA and DRUGB, as	0
1	A linear pharmacokinetic-pharmacodynamic relationship has been found for acrivastine, astemizole, cetirizine, @DRUG$ and terfenadine, whereas nonlinear relationships have been calculated for ebastine (in the dog), @DRUG$, mizolastine, noberastine and terfenadine.	A additive pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , cetirizine , @DRUG$ and terfenadine , whereas nonlinear kinship have been compute for ebastine ( in the dog iron ) , @DRUG$ , mizolastine , noberastine and terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship , been and for acrivastine , astemizole , cetirizine , @DRUG$ and terfenadine , found nonlinear relationships have been calculated for ebastine ( in the dog ) mizolastine @DRUG$ has , , noberastine whereas terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , @DRUG$ and terfenadine whereas nonlinear relationships have been calculated for ebastine in the dog ) , @DRUG$ , mizolastine , noberastine and terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , cetirizine , @DRUG$ and terfenadine , whereas nonlinear relationships have been calculated for ebastine ( in the dog ) , @DRUG$ , m	0
0	In this study, we investigate whether the Resveratrol (trans-3,5,49-trihydroxystilbene) and its natural precursor @DRUG$ (resveratrol-3-O-b-mono-D-@DRUG$, the glycoside form of resveratrol) combination, might have a cooperative antitumor effect on either growing or differentiated human adenocarcinoma colon cancer cells.	In this examine , we enquire whether the Resveratrol ( trans - 3,5,49 - trihydroxystilbene ) and its natural precursor @DRUG$ ( resveratrol-3-O-b-mono - D- @DRUG$ , the glycoside form of resveratrol ) combination , might have a accommodative anticancer effect on either growing or secern human adenocarcinoma colon cancer cells .	In this study , we investigate whether the Resveratrol ( trans - adenocarcinoma - trihydroxystilbene ) and its natural precursor @DRUG$ a resveratrol-3-O-b-mono - D- @DRUG$ , the glycoside form of or ) combination , resveratrol have ( cooperative antitumor effect on either growing might differentiated human 3,5,49 colon cancer cells .	In this study , we investigate whether the Resveratrol ( trans 3,5,49 - trihydroxystilbene ) and its natural precursor @DRUG$ ( resveratrol-3-O-b-mono - D- @DRUG$ , the glycoside form of resveratrol ) combination , might have a cooperative antitumor effect on either or differentiated human adenocarcinoma cancer cells .	We found that the combination of resveratrol and its precursor @DRUG$ had a cooperative antitumor effect on human adenocarcinoma colon cancer cells.	1
0	Because it is excreted mostly @DRUG$ unchanged drug in the feces (77%), @DRUG$ can be administered to patients with poor renal function without any dose adjustment.	Because it is excreted mostly @DRUG$ unchanged drug in the feces (  % ) , @DRUG$ can be administered to patients with misfortunate renal subroutine without any dose adjustment .	Because it is excreted 77 @DRUG$ dose drug in the without ( mostly % ) , @DRUG$ can be administered to patients with poor renal function feces any unchanged adjustment .	Because it is excreted mostly @DRUG$ unchanged drug in the feces % ) , @DRUG$ can be administered to patients with poor renal without adjustment .	@DRUG$ is mostly unchanged when it is excreted in the feces, so it can be administered to patients with poor renal function without any dose adjustment.	1
0	Its Vd is 2447 @DRUG$ when administered in multiple daily doses (up to 800 mg/@DRUG$) in the presence of a high-fat meal.	it Vd is 2447 @DRUG$ when administered in multiple daily doses ( up to 800 mg / @DRUG$ ) in the presence of a senior high - fat meal .	Its Vd is presence @DRUG$ when administered in 2447 daily doses ( up to 800 mg / @DRUG$ ) in the multiple of a high - fat meal .	Its Vd is 2447 @DRUG$ when administered in multiple daily doses ( up to 800 mg / @DRUG$ ) in the presence a high - fat meal .	The volume of distribution ( Vd ) of @DRUG$ is 2447 when it is administered in multiple daily doses ( up to 800 mg / @DRUG$ ) in the presence of a high - fat meal .	0
1	These compounds are related to chlordiazepoxide, @DRUG$, nitrazepam, @DRUG$, and some of their metabolites.	These compounds are related to chlordiazepoxide , @DRUG$ , nitrazepam , @DRUG$ , and some of their metabolite .	These compounds are related to chlordiazepoxide and @DRUG$ , nitrazepam , @DRUG$ , , some of their metabolites .	These compounds are related to chlordiazepoxide , @DRUG$ , nitrazepam , @DRUG$ , and of their metabolites .	@DRUG$ is related to chlordiazepoxide, @DRUG$ is related to nitrazepam, and some of their metabolites are related to each other.	0
0	Compound 5 was isolated @DRUG$ a single diastereomer via fractional crystallization, which was stereoselectively converted to 17 via hydrogenation, and subsequently transformed to @DRUG$.	Compound 5 was isolated @DRUG$ a individual diastereomer via fractional crystallization , which was stereoselectively converted to  via hydrogenation , and subsequently transformed to @DRUG$ .	Compound 5 was isolated @DRUG$ a single diastereomer via fractional crystallization , which was to converted stereoselectively and via hydrogenation , 17 subsequently transformed to @DRUG$ .	Compound 5 was isolated @DRUG$ a single diastereomer via fractional crystallization , which was stereoselectively converted to 17 hydrogenation , and subsequently transformed to @DRUG$ .	Compound 5 was isolated from a single diastereomer via fractional crystallization . This diastereomer was stereoselectively converted to 17 via hydrogenation . Finally, this diastereomer was transformed to @DRUG$ .	1
0	RESULTS: @DRUG$-like peptide-1 receptor agonists achieved significantly greater reductions in glycated @DRUG$ and weight than dipeptidyl peptidase-4 inhibitors, which have a neutral effect on weight.	RESULTS : @DRUG$ - like peptide - 1 sensory receptor agonists achieved significantly greater reductions in glycated @DRUG$ and weight than dipeptidyl peptidase - 4 inhibitor , which have a inert effect on weight .	RESULTS : @DRUG$ in like inhibitors - 1 receptor agonists achieved significantly greater reductions - glycated @DRUG$ and weight than dipeptidyl peptidase - on peptide , which have a neutral effect 4 weight .	RESULTS : @DRUG$ - like peptide - 1 receptor agonists achieved significantly greater reductions in glycated @DRUG$ and weight than dipeptidyl - 4 inhibitors , which have a neutral effect on weight .	@DRUG$ - like peptide - 1 receptor agonists achieved significantly greater reductions in glycated @DRUG$ than dipeptidyl peptidase - 4 inhibitors .	0
1	There is evidence that clonazepam, clorazepate, diazepam, lorazepam, midazolam, @DRUG$, and @DRUG$ are excreted into breast milk.	There is evidence that clonazepam , clorazepate , diazepam , ativan , midazolam , @DRUG$ , and @DRUG$ are excreted into breast milk river .	There diazepam evidence that clonazepam , , , is , lorazepam , midazolam , @DRUG$ clorazepate and @DRUG$ are excreted into breast milk .	There is evidence that clonazepam clorazepate , diazepam , lorazepam , midazolam , @DRUG$ , and @DRUG$ are excreted into breast milk .	There is evidence that clonazepam, clorazepate, diazepam, lorazepam, midazolam, @DRUG$, and @DRUG$ are excreted into breast milk.	0
1	262, 13920-13927) inhibition by @DRUG$ of the prolonged cytosolic free Ca2+ concentration increase induced by @DRUG$ via the activation of voltage-gated Ca2+ channels.	262 , 13920-13927 ) inhibition by @DRUG$ of the sustain cytosolic absolve Ca2 + concentration increase induced by @DRUG$ via the energizing of voltage - gated Ca2 + channels .	262 13920-13927 , ) inhibition by @DRUG$ channels the prolonged of free Ca2 + concentration increase induced by @DRUG$ via the activation cytosolic voltage - gated Ca2 + of .	, 13920-13927 ) inhibition by @DRUG$ of prolonged cytosolic free Ca2 + concentration increase induced by @DRUG$ via the of voltage - Ca2 channels	@DRUG$ inhibits the prolonged cytosolic free Ca2+ concentration increase induced by @DRUG$ via the activation of voltage-gated Ca2+ channels.	0
0	Susceptibility of rapidly growing mycobacteria isolated from Australian cats to @DRUG$, moxidectin, @DRUG$ and florfenicol.	Susceptibility of rapidly growing mycobacteria detached from Australian cats to @DRUG$ , moxidectin , @DRUG$ and florfenicol .	Susceptibility of rapidly isolated mycobacteria growing from Australian cats to @DRUG$ , moxidectin , @DRUG$ and florfenicol .	Susceptibility of rapidly growing mycobacteria isolated from Australian cats to @DRUG$ , moxidectin @DRUG$ and florfenicol .	The susceptibility of rapidly growing mycobacteria isolated from Australian cats to @DRUG$ is different than the susceptibility to @DRUG$ .	0
0	Bioavailability studies have provided strong evidence that L-5-methyl-THF is at least as effective @DRUG$ @DRUG$ in improving folate status, as measured by blood concentrations of folate and by functional indicators of folate status, such as plasma homocysteine.	Bioavailability studies have provided strong evidence that L-5 - methyl group - THF is at least as effective @DRUG$ @DRUG$ in ameliorate folate status , as measured by blood concentrations of folate and by functional indicator of folate status , such as plasm homocysteine .	Bioavailability studies have provided strong evidence that L-5 - methyl , THF indicators - least as effective @DRUG$ @DRUG$ in improving folate status , as measured by at concentrations of folate and by functional is of folate status blood such as plasma homocysteine .	Bioavailability have provided strong evidence that L-5 - methyl - THF is at least as effective @DRUG$ @DRUG$ in improving , as measured by blood concentrations of folate and by functional indicators of folate status , such as homocysteine .	L-5 - methyl - THF is effective in improving folate status as measured by blood concentrations of folate and by functional indicators of folate status, such as plasma homocysteine.	1
0	Support for this proposal includes: (1) reversal of thymine inhibition of efrotomycin biosynthesis by @DRUG$ and N-carbamoyl-beta-aline, two intermediates of the catabolic pathway; (2) incorporation of [5,6-3H]-uracil into efrotomycin with a relative molar specific activity of approximately 0.5, close to the theoretical maximum; and (3) 13C coupling at C4 and C5 of efrotomycin after feeding resting cells with [4,5-13C]-@DRUG$.	Support for this proposition includes : ( 1 ) reversal of thymine inhibition of efrotomycin biosynthesis by @DRUG$ and N-carbamoyl - beta-aline ,  intermediates of the catabolic nerve pathway ; ( 2 ) internalization of [ 5,6- 3H ] - uracil into efrotomycin with a relative grinder specific activity of approximately 0.5 , secretive to the theoretical maximum ; and ( ternion ) 13C coupling at C4 and C5 of efrotomycin after feeding resting cellphone with [ 4,5- 13C ] - @DRUG$ .	Support for this proposal includes specific ( 1 ) reversal of thymine inhibition of efrotomycin biosynthesis by @DRUG$ and N-carbamoyl - [ , two intermediates of the catabolic pathway ; ( 2 ) incorporation of [ 5,6- 13C ] - uracil into efrotomycin with a relative molar and activity of approximately C4 , close to the theoretical maximum ; and ] 3 ) after coupling at 0.5 : C5 of efrotomycin ( feeding resting cells with beta-aline 4,5- 13C 3H - @DRUG$ .	for this proposal includes : ( 1 ) reversal of thymine inhibition of efrotomycin biosynthesis @DRUG$ and N-carbamoyl - , two intermediates of the pathway ; ( 2 ) incorporation of [ 5,6- 3H ] - uracil into efrotomycin with a relative molar activity of approximately 0.5 , to the maximum ; and 3 ) 13C coupling C4 and C5 of after feeding resting cells with [ 4,5- 13C ] - @DRUG$ .	1) @DRUG$ and N-carbamoyl - beta-aline, two intermediates of the catabolic pathway, can reverse the inhibition of efrotomycin biosynthesis by thymine.2) Incorporation of [5,6-3H] - urac	1
0	Five days' treatment with cefuroxime axetil was recently shown to be as effective @DRUG$ 10 days' treatment with either @DRUG$ axetil or amoxicillin/clavulanic acid in patients with acute otitis media or acute bronchitis.	phoebe days ' treatment with cefuroxime axetil was recently establish to be as effective @DRUG$ ten days ' treatment with either @DRUG$ axetil or amoxicillin / clavulanic acid in patients with acute otitis media or acute bronchitis .	Five days ' treatment with acid axetil was clavulanic shown to be as effective @DRUG$ 10 days ' treatment with either @DRUG$ axetil or amoxicillin / recently cefuroxime in acute with patients otitis media or acute bronchitis .	Five days ' treatment with cefuroxime axetil was recently shown to be as @DRUG$ days ' treatment with either @DRUG$ axetil or amoxicillin clavulanic acid in patients with acute otitis media or acute bronchitis .	Cefuroxime axetil is as effective as either amoxicillin / clavulanic acid or axetil in patients with acute otitis media or acute bronchitis .	1
1	Pizotifen is the most widely used 5-HT2 receptor antagonist in migraine prophylaxis, because of its superior efficacy compared with cyproheptadine, and because the incidence and severity of adverse effects with @DRUG$ is lower compared with methysergide and @DRUG$.	Pizotifen is the most wide used 5 - HT2 receptor opposer in megrim prophylaxis , because of its superior efficacy compared with cyproheptadine , and because the incidence and rigorousness of adverse effects with @DRUG$ is lower compared with methysergide and @DRUG$ .	Pizotifen is the most widely used 5 - HT2 receptor antagonist is migraine prophylaxis , because of its superior efficacy compared with cyproheptadine , and and the incidence because severity lower adverse effects with @DRUG$ in of compared with methysergide and @DRUG$ .	Pizotifen is the widely used - receptor in migraine prophylaxis , because superior efficacy compared with cyproheptadine , and because the incidence and severity of adverse effects with @DRUG$ is lower compared with methysergide and @DRUG$ .	Pizotifen is more effective than cyproheptadine at preventing migraines, and has fewer adverse effects than methysergide.	1
0	Although direct proof is lacking, it has been hypothesized that patients with atopic dermatitis have impaired activity of the delta-6 desaturase enzyme, affecting metabolism of linoleic acid to gamma-@DRUG$ (@DRUG$).	Although direct proof is miss , it has been hypothesized that patient role with atopic dermatitis have impaired activity of the delta - 6 desaturase enzyme , affecting metabolism of linoleic lucy in the sky with diamonds to gamma- @DRUG$ ( @DRUG$ ) .	Although direct proof affecting lacking , - has been hypothesized that is with atopic dermatitis have impaired activity of the delta it 6 desaturase enzyme , patients metabolism of linoleic acid to gamma- @DRUG$ ( @DRUG$ ) .	Although proof is lacking , it has been hypothesized that patients with atopic have impaired activity of the delta - 6 desaturase enzyme , affecting metabolism of linoleic acid gamma- @DRUG$ ( @DRUG$ ) .	It is believed that people with atopic dermatitis have a problem with the delta-6 desaturase enzyme, which affects the way linoleic acid is converted to gamma-@DRUG$.	1
0	Differences in the MICs from one country to another were not detected with enrofloxacin, @DRUG$, or @DRUG$ for the strains tested, but variations in the MICs of the remaining antimicrobial agents were observed.	Differences in the MICs from one country to another were not detected with enrofloxacin , @DRUG$ , or @DRUG$ for the strive tested , but variant in the MICs of the remaining antimicrobial agents were remark .	Differences in the MICs from one country tested another were , detected with enrofloxacin , @DRUG$ , or @DRUG$ for the strains to not but variations in antimicrobial MICs of the remaining the agents were observed .	Differences in the from one country to another were not with enrofloxacin , @DRUG$ , or @DRUG$ for the strains tested , but variations in the MICs of the remaining antimicrobial agents were observed .	There was no detectable difference in the MICs of enrofloxacin between different countries, but variations in the MICs of the remaining antimicrobial agents were observed.	1
0	@DRUG$ (100 @DRUG$) attenuated the increase in peak flow velocity but not tachycardia caused by 400 microg of regadenoson.	@DRUG$ ( 100 @DRUG$ ) attenuated the increase in peak fall speed but not tachycardia caused by 400 microg of regadenoson .	@DRUG$ ( 100 @DRUG$ ) attenuated microg increase in peak flow velocity but not tachycardia caused by 400 the regadenoson of .	@DRUG$ ( 100 @DRUG$ ) attenuated increase in peak flow but not tachycardia caused by 400 microg of .	@DRUG$ ( 100 @DRUG$ ) attenuated the increase in peak flow velocity but not tachycardia caused by 400 microg of regadenoson ."DRUGA attenuated the increase in peak flow velocity but not tachycardia caused by 400 microg of reg	0
0	AZD2563, linezolid, vancomycin, teicoplanin and @DRUG$/@DRUG$ were mainly active against Gram-positive anaerobes, with no useful activity against Gram-negative anaerobes.	AZD2563 , linezolid , vancomycin , teicoplanin and @DRUG$ / @DRUG$ were mainly active against Gram-positive anaerobe , with no useful activity against gram negative anaerobe .	AZD2563 , linezolid , vancomycin active teicoplanin and @DRUG$ / @DRUG$ were mainly , against anaerobes Gram-positive , with no useful activity against Gram-negative anaerobes .	AZD2563 linezolid , vancomycin , teicoplanin and @DRUG$ / @DRUG$ were active against Gram-positive anaerobes , with useful activity against Gram-negative anaerobes .	@DRUG$ and @DRUG$ are mainly active against Gram-positive anaerobes, with no useful activity against Gram-negative anaerobes.	0
0	Rifalazil-32-hydroxylation was @DRUG$ dependent, and its Km and Vmax were 3.3 microM and 11.0 pmol/min/@DRUG$ respectively.	Rifalazil-32-hydroxylation was @DRUG$ dependent , and its Km and Vmax were 3.3 microM and 11.0 pmol / hokkianese / @DRUG$ severally .	Rifalazil-32-hydroxylation and @DRUG$ dependent , and its Km and Vmax were 3.3 microM was 11.0 pmol respectively min / @DRUG$ / .	Rifalazil-32-hydroxylation was @DRUG$ dependent , and its Km and were 3.3 microM 11.0 pmol / min / @DRUG$ respectively .	The amount of rifalazil that is converted to rifalazil-32-hydroxylation is dependent on the presence of @DRUG$, and its Km and Vmax are 3.3 microM and 11.0 pmol / min / @DRUG$ respectively	0
0	Hemopressin also behaves as an inverse agonist of CB(1) receptors, because it is able to block the constitutive activity of these receptors to the same extent @DRUG$ its well characterized antagonist, @DRUG$.	Hemopressin also act as an opposite protagonist of CB ( 1 ) receptors , because it is able to block the constitutive activity of these receptors to the same extent @DRUG$ its well characterized antagonist , @DRUG$ .	Hemopressin also able as an inverse agonist of CB ( behaves ) receptors , because it is 1 to block the characterized activity of these receptors to the same extent @DRUG$ its well constitutive antagonist , @DRUG$ .	Hemopressin also behaves as an inverse agonist of CB ( 1 ) receptors , because it is able to block the constitutive activity of these receptors extent @DRUG$ its well characterized antagonist , @DRUG$ .	Hemopressin also behaves as an inverse agonist of CB ( 1 ) receptors , meaning that it blocks the constitutive activity of these receptors to the same extent as @DRUG$ its well characterized antagonist , @DRUG$ .	0
0	Final report on the safety assessment of Tocopherol, Tocopheryl Acetate, Tocopheryl Linoleate, Tocopheryl Linoleate/Oleate, Tocopheryl Nicotinate, Tocopheryl Succinate, Dioleyl Tocopheryl Methylsilanol, @DRUG$ Ascorbyl Tocopheryl Phosphate, and @DRUG$.	last story on the safety assessment of Tocopherol , Tocopheryl acetate , Tocopheryl Linoleate , Tocopheryl Linoleate / Oleate , Tocopheryl Nicotinate , Tocopheryl Succinate , Dioleyl Tocopheryl Methylsilanol , @DRUG$ Ascorbyl Tocopheryl Phosphate , and @DRUG$ .	, report on the safety assessment Tocopheryl Tocopherol , Tocopheryl Acetate , Tocopheryl Linoleate , Tocopheryl Linoleate / Oleate Final Tocopheryl Nicotinate , Tocopheryl Succinate , Dioleyl Tocopheryl Methylsilanol , @DRUG$ Ascorbyl of Phosphate , and @DRUG$ .	Final report on the safety assessment of Tocopherol , Tocopheryl Acetate , Tocopheryl Linoleate , Tocopheryl Linoleate / Oleate Tocopheryl Nicotinate , Tocopheryl Succinate , Dioleyl Methylsilanol , @DRUG$ Ascorbyl Tocopheryl Phosphate , and @DRUG$ .	@DRUG$ is a safe and effective ingredient that can be used in cosmetics and personal care products. @DRUG$ is a safe and effective ingredient that can be used in cosmetics and personal care products.	0
0	Inhibition of phosphorylation of the colony-stimulating factor-1 receptor (c-Fms) tyrosine kinase in transfected cells by @DRUG$ and other @DRUG$ kinase inhibitors.	Inhibition of phosphorylation of the colony - stimulating factor - 1 sensory receptor ( c- Fms ) tyrosine kinase in transfected cellular phone by @DRUG$ and other @DRUG$ kinase inhibitors .	Inhibition of phosphorylation of the colony - stimulating factor - receptor 1 ( and Fms ) tyrosine kinase in transfected cells by @DRUG$ c- other @DRUG$ kinase inhibitors .	Inhibition of colony - stimulating factor - 1 receptor ( c- Fms ) tyrosine kinase in transfected cells by @DRUG$ and other @DRUG$ kinase inhibitors	@DRUG$ inhibits the phosphorylation of the colony-stimulating factor-1 receptor (c-Fms) tyrosine kinase in transfected cells, as do other @DRUG$ kinase inhibitors.	0
0	Other lipid-lowering drugs with the ability to act at the enterocyte level, such as @DRUG$ and @DRUG$, are currently being investigated in humans.	Other lipid-lowering drugs with the ability to act at the enterocyte raze , such as @DRUG$ and @DRUG$ , are presently being investigated in humans .	Other lipid-lowering drugs with the ability to act at and enterocyte level , such as @DRUG$ the @DRUG$ , are currently being investigated humans in .	lipid-lowering drugs with the to act at the enterocyte level such as @DRUG$ and @DRUG$ , are currently being investigated .	@DRUG$ and @DRUG$ are two lipid-lowering drugs that are currently being investigated in humans.	0
0	Changes in the DAS28 were significantly greater in the 0.2 @DRUG$/kg, 2.0 mg/kg, and all-LY2439821-combined groups (-2.3, -2.4, and -2.3, respectively) than in the placebo group (-1.7) at week 10 (P < or = 0.05), and these differences were significant as early @DRUG$ week 1.	Changes in the DAS28 were importantly greater in the 0.2 @DRUG$ / kg , 2.0 milligram / kg , and all - LY2439821 - unite groups ( - 2.3 , - 2.4 , and - 2.3 , respectively ) than in the placebo group ( - 1.7 ) at week 10 ( atomic number  < or = 0.05 ) , and these remainder were significant as too soon @DRUG$ week i .	Changes in the DAS28 were significantly greater in the 0.05 @DRUG$ / kg , 2.0 mg P 0.2 , and all - LY2439821 - , groups ( - 2.3 , - and , and - 2.3 , respectively ) than week the placebo group ( - 1.7 ) at in 10 ( / < or these kg ) combined 2.4 = differences were significant as early @DRUG$ week 1 .	Changes in the DAS28 were significantly greater in the 0.2 @DRUG$ / kg , 2.0 mg / kg all - LY2439821 - combined groups ( - 2.3 , - 2.4 , and - 2.3 , respectively ) than in the placebo group ( - ) at week 10 ( P < or = 0.05 ) , differences were significant early @DRUG$ week .	The changes in the DAS28 were significantly greater in the 0.2 @DRUG$ / kg , 2.0 mg / kg , and all - LY2439821 - combined groups ( - 2.3 , - 2.4 , and - 2.3 , respectively ) than in	1
0	In rats, cyclo-L-glycyl-@DRUG$-2-allylproline (@DRUG$), a diketopiperazine, is neuroprotective after ischemic brain injury and also improves motor function in a rat model of Parkinson's disease.	In rats , cyclo-L-glycyl-@DRUG$ -2-allylproline ( @DRUG$ ) , a diketopiperazine , is neuroprotective after ischaemic brain wound and also improves motor function in a dirty dog model of Parkinson 's disease .	injury rats , cyclo-L-glycyl-@DRUG$ neuroprotective ( @DRUG$ ) , a -2-allylproline , is diketopiperazine after ischemic brain In and also improves motor function in a rat model of Parkinson 's disease .	In rats , cyclo-L-glycyl-@DRUG$ -2-allylproline ( @DRUG$ ) , a diketopiperazine is neuroprotective ischemic brain injury and also improves motor in a model of Parkinson 's disease .	Cyclo-L-glycyl-@DRUG$-2-allylproline (@DRUG$) is neuroprotective after ischemic brain injury and also improves motor function in a rat model of Parkinson's disease.	0
1	@DRUG$ has in vitro activity against Gram-positive organisms including Staphylococcus aureus and penicillin-sensitive, -intermediate and -resistant Streptococcus pneumoniae similar to that of @DRUG$ and ceftriaxone.	@DRUG$ has in vitro activity against Gram-positive organisms including Staphylococcus aureus and penicillin-sensitive , - intercede and - resistant streptococcus pneumoniae similar to that of @DRUG$ and ceftriaxone .	@DRUG$ has in vitro activity against Gram-positive organisms resistant Staphylococcus aureus and penicillin-sensitive intermediate - , and - including Streptococcus pneumoniae similar to that of @DRUG$ and ceftriaxone .	@DRUG$ has in vitro activity against Gram-positive organisms including Staphylococcus aureus and penicillin-sensitive , - intermediate and - resistant Streptococcus pneumoniae similar to that of @DRUG$ ceftriaxone .	@DRUG$ has the same in vitro activity as @DRUG$ against Gram-positive organisms including Staphylococcus aureus and penicillin-sensitive , - intermediate and - resistant Streptococcus pneumoniae .	0
1	Some evidence suggests that @DRUG$ gives shorter sleep latency but shorter duration of sleep than @DRUG$, reflecting the pharmacological profiles of the drugs.	Some evidence suggests that @DRUG$ gives shorter sleep latency but shorter duration of sleep than @DRUG$ , reflecting the pharmacological visibility of the dose .	Some evidence drugs that @DRUG$ gives of sleep latency but shorter duration shorter sleep than @DRUG$ , reflecting the pharmacological profiles of the suggests .	Some evidence suggests that @DRUG$ gives shorter latency but shorter duration of sleep than @DRUG$ , reflecting pharmacological profiles the drugs .	@DRUG$ seems to cause people to fall asleep more quickly, but they also sleep for a shorter amount of time.	1
0	The results revealed that the VH contains 92.05+/-21.97 fmol 20 microl(-1) ACh and the following monoamines levels (@DRUG$ 30 microl(-1)), @DRUG$ (NE) 1.92+/-0.39, epinephrine (Epi) 1.91+/-0.183, 3-methoxy-4-hydroxyphenylglycol (MHPG) 11.53+/-3.22, normetanephrine 3.26+/-0.61, dopamine (DA) 0.77+/-0.23, 3,4-dihydroxyphenylacetic acid (DOPAC) 3.37+/-1.01, homovanillic acid (4-hydroxy-3-methoxyphenylacetic acid; HVA) 4.04+/-0.93, 3-methoxytyramine 0.64+/-0.13, serotonin (5-HT) 0.73+/-0.16 and 5-hydroxyindoleacetic acid (5-HIAA) 313.15+/-18.42.	The event break that the VH hold back 92.05 +/-21.97 fmol 20 microl ( - 1 ) ACh and the take after monoamines levels ( @DRUG$ thirty microl ( - 1 ) ) , @DRUG$ ( nor east ) 1.92+/-0.39 , epinephrine ( eysenck personality inventory ) 1.91+/-0.183 , 3 - methoxy-4-hydroxyphenylglycol ( MHPG ) 11.53+/-3.22 , normetanephrine 3.26+/-0.61 , dopamine ( da ) 0.77+/-0.23 , 3,4-dihydroxyphenylacetic acid ( DOPAC ) 3.37 +/-1.01 , homovanillic acid ( 4- hydroxy-3-methoxyphenylacetic acid ; HVA ) 4.04+/-0.93 , 3 - methoxytyramine 0.64+/-0.13 ,  hydroxytryptamine ( 5- HT ) 0.73+/-0.16 and pentad - hydroxyindoleacetic acid ( 5- HIAA ) 313.15+/-18.42 .	The results revealed that the VH ( 92.05 +/-21.97 fmol 20 microl ( - 1 ) ACh and the following monoamines levels ( @DRUG$ 30 microl ( - 1 ) ( , @DRUG$ contains NE ) 1.92+/-0.39 , epinephrine ( Epi 4.04+/-0.93 acid 0.77+/-0.23 3 - methoxy-4-hydroxyphenylglycol homovanillic MHPG ) 11.53+/-3.22 , ( 3.26+/-0.61 , dopamine normetanephrine DA ) , , 3,4-dihydroxyphenylacetic acid ) DOPAC ) 3.37 +/-1.01 methoxytyramine ( acid ( 4- hydroxy-3-methoxyphenylacetic serotonin ) HVA ) ; , 3 - , 0.64+/-0.13 , acid ( 5- HT ) 0.73+/-0.16 and 5 - hydroxyindoleacetic 1.91+/-0.183 ( 5- HIAA ) 313.15+/-18.42 .	The results revealed that the VH contains +/-21.97 fmol 20 microl ( - 1 ) ACh and the following monoamines levels ( @DRUG$ 30 microl ( - 1 ) ) , @DRUG$ ( NE ) 1.92+/-0.39 , epinephrine Epi ) 1.91+/-0.183 , 3 - methoxy-4-hydroxyphenylglycol ( MHPG ) , normetanephrine 3.26+/-0.61 , dopamine ( DA ) 0.77+/-0.23 , 3,4-dihydroxyphenylacetic acid ( DOPAC 3.37 +/-1.01 , homovanillic acid ( hydroxy-3-methoxyphenylacetic acid ; ) 4.04+/-0.93 , 3 methoxytyramine 0.64+/-0.13 , serotonin ( 5- HT ) 0.73+/-0.16 and - hydroxyindoleacetic acid 5- HIAA 313.15+/-18.42 .	The results revealed that the VH contains 92.05 +/-21.97 fmol 20 microl ( - 1 ) ACh and the following monoamines levels ( @DRUG$ 30 microl ( - 1 ) ) , @DRUG$ ( NE ) 1.92+/-0.39 ,	0
0	Groups received single oral doses of 25 mCi/ml [3H]cholesterol alone or with 5, 10, 20, 50 and 100 mg/kg FM-VP4 at 0700 h. Ten percent Intralipid was used to solubilize and @DRUG$-administer [3H]-@DRUG$ and FM-VP4.	Groups received single oral doses of 25 m Ci / ml [ 3H ] cholesterol alone or with phoebe , 10 , 20 ,  and century mg / kg FM - VP4 at 0700 h.  percent Intralipid was used to solubilize and @DRUG$ - parcel out [ 3H ] - @DRUG$ and FM - VP4 .	Groups received single oral 3H of 25 m Ci / ml [ 3H ] cholesterol alone or @DRUG$ 5 , was solubilize 20 , 50 and 100 mg / kg FM - VP4 Intralipid 0700 h. Ten percent at 10 used to , and @DRUG$ - administer [ doses ] - with and FM - VP4 .	Groups received single oral doses of m Ci / ml [ 3H ] cholesterol alone or with 5 10 , 20 , 50 and 100 mg / kg FM - VP4 at 0700 h. percent Intralipid was used to solubilize and @DRUG$ - administer [ 3H ] - @DRUG$ and FM - VP4 .	Groups received single oral doses of 25 m Ci / ml [ 3H ] cholesterol alone or with 5 , 10 , 20 , 50 and 100 mg / kg FM - VP4 at 0700 h. Ten percent Intralipid was used to solubilize and @DRUG$ - administer	1
1	The use of clozapine is limited by the onset of agranulocytosis, whereas olanzapine, risperidone, @DRUG$ and, more recently, @DRUG$ are widely used, with good results in the above-mentioned diseases.	The manipulation of clozapine is limited by the onset of agranulocytosis , whereas olanzapine , risperidone , @DRUG$ and , more recently , @DRUG$ are widely used , with good effect in the above-mentioned disease .	The use , clozapine is limited by the onset , good , whereas olanzapine , risperidone of @DRUG$ and , more recently of @DRUG$ are widely used , with agranulocytosis results in the above-mentioned diseases .	The of clozapine is the onset of , whereas olanzapine , risperidone , @DRUG$ and , more recently , @DRUG$ are used , with good results in the above-mentioned diseases .	Clozapine is limited by the onset of agranulocytosis, whereas olanzapine, risperidone, and other drugs in the @DRUG$ class are widely used with good results in the treatment of mental disorders.	1
0	Statistically significant improvements were observed, with a reduction in pH, partial pressure of carbon dioxide in arterial blood, heart rate, systolic blood pressure, and diastolic blood pressure, and with an increase in arterial partial pressure of @DRUG$, arterial hemoglobin oxygen saturation, and respiratory rate in animals administered @DRUG$.	Statistically significant improvements were observed , with a reduction in pH , fond air pressure of carbon dioxide in arterial blood , heart rate , systolic blood air pressure , and diastolic blood air pressure , and with an increment in arterial fond air pressure of @DRUG$ , arterial hemoglobin o impregnation , and respiratory rate in animals administered @DRUG$ .	Statistically significant improvements were observed , heart a reduction in pH , partial pressure of carbon dioxide in arterial arterial , with rate , , blood oxygen , and diastolic increase pressure , and with an blood in arterial partial pressure of @DRUG$ , blood hemoglobin pressure saturation systolic and respiratory rate in animals administered @DRUG$ .	Statistically significant improvements were observed , with a in pH partial pressure carbon dioxide in arterial blood , heart rate , systolic blood pressure , and diastolic blood pressure , and with an increase in arterial partial pressure of @DRUG$ , arterial hemoglobin oxygen saturation , and respiratory rate in animals administered @DRUG$ .	When animals were given @DRUG$, they showed statistically significant improvements in a variety of measures, including pH, partial pressure of carbon dioxide in arterial blood, heart rate, systolic blood pressure, and diastolic blood pressure, and with an increase in arterial partial pressure of DRUG	1
0	@DRUG$ and ampicillin exhibited no impact on total biogas production up to 280 and 350 mg/@DRUG$, respectively, although ampicillin inhibited biogas production rates during early stages of AD.	@DRUG$ and ampicillin exhibited no touch on total biogas production up to 280 and 350 mg / @DRUG$ , respectively , although ampicillin inhibit biogas production rates during early grass of AD .	@DRUG$ and ampicillin exhibited no total on production biogas impact although to 280 and 350 mg / @DRUG$ , respectively , up ampicillin inhibited biogas production rates during early stages of AD .	@DRUG$ ampicillin exhibited no impact on total biogas production up to 280 and 350 mg / @DRUG$ , respectively , although ampicillin inhibited biogas production rates during early stages of AD .	@DRUG$ and ampicillin had no impact on total biogas production up to 280 and 350 mg / @DRUG$ , respectively . However, ampicillin inhibited biogas production rates during early stages of AD .	0
1	However, with the addition of @DRUG$, Factor VIIa was inhibited at a rate approximately 25 times that of @DRUG$.	However , with the addition of @DRUG$ , Factor VIIa was inhibited at a rank approximately  times that of @DRUG$ .	However , with at addition of @DRUG$ , Factor times was inhibited the a rate approximately 25 VIIa that of @DRUG$ .	However the addition of @DRUG$ , Factor VIIa was inhibited at a rate approximately times that of @DRUG$ .	With the addition of @DRUG$, Factor VIIa was inhibited at a rate approximately 25 times that of @DRUG$.	0
0	The results demonstrate that @DRUG$ has an antiarrhythmic effect against sympathetic diurnal P-AF, improving subjective symptoms and QOL and eliminating @DRUG$-AF episodes in ECGs.	The results demonstrate that @DRUG$ has an antiarrhythmic drug effect against sympathetic diurnal P- AF , improving subjective symptoms and QOL and eliminating @DRUG$ - AF episodes in cardiogram .	The results demonstrate that @DRUG$ has an antiarrhythmic effect ECGs sympathetic diurnal P- AF , improving subjective symptoms in QOL and eliminating @DRUG$ - AF episodes and against .	The results demonstrate that @DRUG$ has an antiarrhythmic effect against sympathetic diurnal P- AF , improving subjective symptoms and QOL and eliminating @DRUG$ - AF episodes in ECGs .	@DRUG$ has an antiarrhythmic effect against sympathetic diurnal P- AF , improving subjective symptoms and QOL and eliminating @DRUG$ - AF episodes in ECGs .	0
0	[In vivo effectiveness of the sulfonamide sulfachlorpyridazine (SCP) and of the combination of sulfachlorpyridazine and @DRUG$ (@DRUG$ + TMP) against Haemophilus paragallinarum].	[ indium vivo effectiveness of the sulfonamide sulfachlorpyridazine ( SCP ) and of the combining of sulfachlorpyridazine and @DRUG$ ( @DRUG$ + TMP ) against Haemophilus paragallinarum ] .	[ In vivo effectiveness of the sulfonamide sulfachlorpyridazine paragallinarum SCP ( and of the combination of sulfachlorpyridazine and @DRUG$ ( @DRUG$ + TMP ) against Haemophilus ) ] .	In vivo effectiveness of the sulfonamide sulfachlorpyridazine ( SCP ) and of the of sulfachlorpyridazine and @DRUG$ ( @DRUG$ + TMP ) against Haemophilus paragallinarum ] .	The in vivo effectiveness of the sulfonamide sulfachlorpyridazine (SCP) and of the combination of sulfachlorpyridazine and @DRUG$ (@DRUG$ + TMP) against Haemophilus paragallinarum.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, @DRUG$, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, @DRUG$, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This government issue nidus on the surveil extract of drug : AAV - NGFbeta , @DRUG$ , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , stool - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , @DRUG$ , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( homo ) ; hMaxi -K , homo papillomavirus vaccine ; Imatinib mesylate , indiplon , iodin ( i131 ) tositumomab , irofulven , atomic number  - 1018 ; Lasofoxifene tartrate , bendopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce boron , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort extract , sunitinib malate ; cialis , tanaproget , taxus , tiotropium commonplace , treprostinil atomic number  ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of sodium phVEGF AAV , , , @DRUG$ , aripiprazole rimonabant atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib NGFbeta bosentan ; Calcipotriol / betamethasone dipropionate Ecogramostim CEA-TRICOM , cetuximab , ciclesonide darifenacin @DRUG$ , Cypher ; Dalbavancin , ( alfa , , hydrobromide / desloratadine - Dexamet , activated , drospirenone / ethinylestradiol , drotrecogin malate levodopa drospirenone ) , , hydrochloride , dutasteride ; i131 , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine darbepoetin , ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , Ximelagatran , carbidopa / entacapone Valdecoxib alfa doxorubicin ; Nemifitide ditriflutate , extract ; Omalizumab ; Pegfilgrastim , peginterferon liposomal - 2a , peginterferon alfa - 2 b , : - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , hydrochloride , ; Satraplatin , St. John's Wort nesiritide , sunitinib alfa ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil drugs ; , duloxetine vardenafil hydrochloride hydrate ; ( ; Zileuton .	This issue focuses on the following selection of drugs AAV - NGFbeta , @DRUG$ , aripiprazole , atomoxetine ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , ; Calcipotriol dipropionate , CEA-TRICOM , cetuximab ciclesonide , @DRUG$ , Cypher ; Dalbavancin , alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) -K , human vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone , liposomal Nemifitide ditriflutate , nesiritide ; Omalizumab Pegfilgrastim peginterferon alfa - , peginterferon alfa - 2 b , phVEGF - A165 , , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	The metabolic pathway of TA is the formation of @DRUG$-hydroxytriamterene (OH-TA), which is subsequently conjugated with active sulfate to form p-hydroxytriamterene @DRUG$ ester (OH-TA-ester).	The metabolic nerve tract of TA is the formation of @DRUG$ - hydroxytriamterene ( buckeye state - TA ) , which is subsequently conjugated with active sulphate to form p-hydroxytriamterene @DRUG$ ester ( buckeye state - TA -ester ) .	The metabolic pathway of TA is the ) of @DRUG$ - hydroxytriamterene ( OH - TA formation , which is active conjugated - subsequently sulfate to form p-hydroxytriamterene @DRUG$ ester ( OH with TA -ester ) .	The metabolic pathway of TA is the formation of @DRUG$ - hydroxytriamterene ( OH - TA ) , which is subsequently conjugated with active sulfate to form p-hydroxytriamterene @DRUG$ ester ( OH - TA -ester ) .	@DRUG$ is a metabolic pathway of TA that results in the formation of @DRUG$, which is a conjugated form of OH-TA.	0
0	The @DRUG$ uptake rates at a concentration of 100 nM were as follows: atorvastatin (58.76%) < pravastatin (60.21%) < rosuvastatin (72.54%) < @DRUG$ (89.96%).	The @DRUG$ intake rates at a compactness of c nM were as follows : atorvastatin ( 58.76 % ) < pravastatin ( 60.21 % ) < rosuvastatin ( 72.54 % ) < @DRUG$ ( 89.96 % ) .	The @DRUG$ uptake rates at a concentration of 100 were nM as follows : atorvastatin ( 58.76 % ( < pravastatin ( 60.21 % ) < rosuvastatin ( 72.54 % ) < @DRUG$ ) 89.96 % ) .	The @DRUG$ uptake rates a concentration of 100 were as follows : atorvastatin ( % ) < pravastatin ( 60.21 % ) < rosuvastatin ( 72.54 % ) < @DRUG$ ( 89.96 % ) .	Atorvastatin uptake rates were lower than pravastatin uptake rates, which were lower than rosuvastatin uptake rates, which were lower than the @DRUG$ uptake rates.	1
0	Therefore, we evaluated this mechanism by DNA fragmentation (laddering), fluorescence microscopy using acridine @DRUG$/ethidium bromide (AO/EB) staining and flow cytometry @DRUG$ iodide (PI).	Therefore , we evaluated this mechanism by deoxyribonucleic acid atomisation ( laddering ) , fluorescence microscopy using acridine @DRUG$ / ethidium bromide ( AO / EB ) staining and flow cytometry @DRUG$ iodide ( pi ) .	Therefore , we evaluated this mechanism by DNA PI ( laddering ) , fluorescence microscopy using cytometry @DRUG$ / ethidium bromide ( AO / EB acridine staining and flow ) @DRUG$ iodide ( fragmentation ) .	, we evaluated this mechanism by DNA fragmentation ( laddering ) , fluorescence microscopy using @DRUG$ / ethidium bromide ( AO / EB ) staining and flow cytometry @DRUG$ iodide ( PI ) .	We looked at how these drugs cause DNA fragmentation, by looking at how they stained cells under a microscope and by measuring how much DNA was broken down using flow cytometry.	1
1	In patients in these studies, @DRUG$ well as in normal volunteers, @DRUG$ was well tolerated, appeared to have few serious adverse effects, and had fewer drug-drug interactions than those noted with voriconazole.	In patients in these studies , @DRUG$ substantially as in normal volunteers , @DRUG$ was substantially tolerated , appeared to have few serious adverse effects , and had few drug-drug fundamental interaction than those noted with voriconazole .	In patients in these studies , @DRUG$ well as in normal well , @DRUG$ was interactions tolerated , appeared to adverse few serious have effects , and had fewer drug-drug volunteers than those noted with voriconazole .	In patients in these studies @DRUG$ well as in normal , @DRUG$ was well tolerated , appeared to have few serious adverse , had fewer drug-drug interactions than those noted with voriconazole .	@DRUG$ is well tolerated in patients and normal volunteers, and appears to have few serious adverse effects. @DRUG$ also has few drug-drug interactions.	0
0	[The allergenic effect of rubber accelerators tetramethyl @DRUG$ disulfide (TMTD) and mercaptobenzothiazole (@DRUG$)].	[ The allergenic set up of synthetic rubber accelerators tetramethyl @DRUG$ disulfide ( TMTD ) and mercaptobenzothiazole ( @DRUG$ ) ] .	The [ allergenic effect accelerators rubber of tetramethyl @DRUG$ disulfide ( TMTD ) and mercaptobenzothiazole ( @DRUG$ ) ] .	The allergenic effect of rubber accelerators tetramethyl @DRUG$ disulfide ( TMTD ) and mercaptobenzothiazole ( @DRUG$ ) ] .	The allergenic effect of rubber accelerators tetramethyl disulfide ( TMTD ) and mercaptobenzothiazole ( @DRUG$ ).	1
0	BACKGROUND: It is unknown whether either the angiotensin-II-receptor blocker irbesartan or the @DRUG$-channel blocker @DRUG$ slows the progression of nephropathy in patients with type 2 diabetes independently of its capacity to lower the systemic blood pressure.	BACKGROUND : It is unknown whether either the angiotensin-II - receptor blocker irbesartan or the @DRUG$ - channel blocker @DRUG$ slow down the advance of nephropathy in patient role with type 2 diabetes independently of its capacity to lower the systemic blood pressing .	BACKGROUND : systemic is unknown whether with the angiotensin-II - progression blocker irbesartan or the @DRUG$ - channel blocker @DRUG$ slows the receptor of nephropathy in patients either type 2 blood independently of its capacity to lower the It diabetes pressure .	: It is unknown whether either the angiotensin-II - receptor blocker irbesartan or the @DRUG$ - channel blocker @DRUG$ slows the progression of nephropathy patients with type 2 diabetes independently of its capacity to the systemic blood pressure .	It is unknown whether either the angiotensin-II - receptor blocker irbesartan or the @DRUG$ - channel blocker @DRUG$ slows the progression of nephropathy in patients with type 2 diabetes independently of its capacity to lower the systemic blood pressure .	0
0	PF1022A contains 4 N-Methyl-L-leucines, 2 D-lactic acids and 2-D-phenyllactic acids arranged as a cyclic octadepsipeptide with an alternating @DRUG$-@DRUG$-L-configuration.	PF1022A take 4 N- Methyl-L-leucines ,  D-lactic acids and  - D- phenyllactic acids arranged as a cyclic octadepsipeptide with an alternating @DRUG$ - @DRUG$ -L-configuration .	acids contains 4 N- Methyl-L-leucines , 2 D-lactic acids and 2 - - phenyllactic PF1022A arranged as a cyclic octadepsipeptide with an alternating @DRUG$ D- @DRUG$ -L-configuration .	PF1022A contains 4 N- Methyl-L-leucines , 2 acids and 2 - D- phenyllactic acids arranged as a cyclic octadepsipeptide with alternating @DRUG$ - @DRUG$ -L-configuration .	@DRUG$ is always followed by @DRUG$ in the peptide chain, and the two amino acids are always in an L-configuration.	0
1	Similar to its effects on @DRUG$-induced dopamine efflux, @DRUG$ (50 microM) attenuated the increase in dopamine overflow produced by ouabain (10 microM) but not veratridine (15 microM).	Similar to its effects on @DRUG$ - induced intropin efflux , @DRUG$ ( 50 microM ) attenuated the increase in intropin bubble over give rise by ouabain ( 10 microM ) but not veratridine ( 15 micr oM ) .	Similar to its effects on @DRUG$ - induced dopamine efflux , @DRUG$ overflow 50 microM ) attenuated the produced in dopamine microM increase by ouabain ( 10 ( ) but not veratridine ( 15 micr oM ) .	Similar to its effects on @DRUG$ - induced dopamine efflux @DRUG$ ( 50 ) attenuated the increase in dopamine overflow by ouabain ( 10 microM ) veratridine ( 15 oM ) .	@DRUG$ increases dopamine efflux, while @DRUG$ attenuates the increase in dopamine overflow produced by ouabain but not veratridine.	0
0	A five-step purification process is applied to @DRUG$: protein @DRUG$ on mixed-mode resin; immunoaffinity chromatography using a unique, recombinantly produced anti-FVIII mAb; anion exchange chromatography; nanofiltration and size exclusion chromatography.	A five-step purification process is applied to @DRUG$ : protein @DRUG$ on mixed - modality rosin ; immunoaffinity chromatography using a unparalleled , recombinantly produced anti-FVIII m Ab ; anion exchange chromatography ; nanofiltration and size exclusion chromatography .	A five-step purification unique is applied to @DRUG$ : protein @DRUG$ on mixed - mode resin a immunoaffinity chromatography using ; process , recombinantly produced anti-FVIII m Ab ; chromatography exchange anion ; nanofiltration and size exclusion chromatography .	A five-step purification process applied to @DRUG$ : @DRUG$ on mixed - mode resin ; immunoaffinity chromatography a unique , recombinantly anti-FVIII m Ab anion exchange chromatography ; nanofiltration and size exclusion chromatography .	@DRUG$ is purified using a five-step process that includes protein @DRUG$ on mixed - mode resin ; immunoaffinity chromatography using a unique , recombinantly produced anti-FVIII m Ab ; anion exchange chromatography ; nanofiltration and size exclusion chromatography .	0
0	AREAS COVERED: A Medline review of Phase II and III trials involving @DRUG$ as well @DRUG$ a review of abstracts from major HIV and infectious disease conferences from 2010 to 2011 was conducted.	AREAS COVERED : A Medline review of Phase II and ternion trials involving @DRUG$ as well @DRUG$ a review of abstracts from john roy major hiv and infectious disease conferences from 2010 to 2011 was conducted .	AREAS of : A Medline review of Phase II and III trials involving @DRUG$ as abstracts @DRUG$ a review COVERED well HIV major from and infectious disease conferences from 2010 to 2011 was conducted .	AREAS COVERED : A Medline review of Phase II and trials involving @DRUG$ as @DRUG$ a review of abstracts from major HIV and infectious disease conferences 2010 to was conducted .	We looked at all the research on @DRUG$ and @DRUG$ to see how they work together.	0
0	@DRUG$ and @DRUG$ assays were performed to study the effects of the drug on COX and LOX activity.	@DRUG$ and @DRUG$ assays were performed to study the event of the drug on COX and LOX activity .	@DRUG$ and @DRUG$ assays were performed to and the effects of the drug on COX study LOX activity .	@DRUG$ and @DRUG$ assays to study the effects of the drug on COX LOX activity .	The drug was tested for its effects on COX and LOX activity.	1
0	However, this is occurring increasingly for the new AEDs (brivaracetam, eslicarbazepine acetate, felbamate, gabapentin, lacosamide, lamotrigine, levetiracetam, oxcarbazepine, perampanel, @DRUG$, pregabalin, rufinamide, stiripentol, sulthiame, tiagabine, topiramate, @DRUG$, and zonisamide).	nevertheless , this is occur progressively for the freshly AEDs ( brivaracetam , eslicarbazepine acetate , felbamate , neurontin , lacosamide , lamotrigine , levetiracetam , oxcarbazepine , perampanel , @DRUG$ , pregabalin , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , @DRUG$ , and zonisamide ) .	However , this increasingly occurring is and the new pregabalin ( brivaracetam , eslicarbazepine acetate , felbamate , gabapentin , lacosamide , , oxcarbazepine levetiracetam , , , perampanel , @DRUG$ , AEDs , rufinamide , stiripentol , sulthiame lamotrigine tiagabine , topiramate , @DRUG$ , for zonisamide ) .	However , this is occurring increasingly for the new AEDs ( brivaracetam eslicarbazepine acetate , felbamate , gabapentin , lacosamide , lamotrigine , levetiracetam , oxcarbazepine , perampanel , @DRUG$ , , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , @DRUG$ , and zonisamide ) .	However, this is occurring increasingly for the new AEDs (brivaracetam, eslicarbazepine acetate, felbamate, gabapentin, lacosamide, lamotrigine, levetiracetam, oxcarbazepine, peramp	1
0	A selective depression of postsynaptic excitatory events was also observed with other central nervous system depressants (ethanol, @DRUG$, chloralose, @DRUG$, and urethane).	A selective depression of postsynaptic excitatory events was also observed with other key nervous system sedative drug ( ethanol , @DRUG$ , chloralose , @DRUG$ , and urethane ) .	depression other A of postsynaptic excitatory events was also observed with selective central nervous system depressants ( ethanol , @DRUG$ , chloralose , @DRUG$ , and urethane ) .	A depression of postsynaptic excitatory events was also observed with other central nervous system depressants ( ethanol , @DRUG$ , , @DRUG$ , and urethane ) .	@DRUG$ causes a selective depression of postsynaptic excitatory events, which is also observed with other central nervous system depressants (ethanol, chloralose, @DRUG$, and urethane).	0
1	Surprisingly, the second generation non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole only weakly inhibited binding to D2 receptors (Ki=79.5 and 98.7 microM, respectively using [3H]spiperone).	amazingly , the second contemporaries non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole only weakly inhibited adhere to D2 receptors ( Ki=79.5 and 98.7 microM , respectively using [ 3H ] spiperone ) .	Surprisingly , the second , non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole only weakly inhibited binding to D2 receptors ( Ki=79.5 and ) microM generation respectively using [ 3H 98.7 spiperone ] .	Surprisingly , the generation non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole weakly inhibited binding to receptors ( Ki=79.5 and 98.7 microM , respectively using 3H ] spiperone ) .	Surprisingly, the second generation non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole only weakly inhibited binding to D2 receptors (Ki=79.5 and 98.7 microM, respectively using [3H] spiperone).	0
0	In March 2007, the US Food and Drug Administration approved @DRUG$ for use in combination with @DRUG$ in the treatment of advanced breast cancer overexpressing HER2 (HER2+).	In March 2007 , the US Food and Drug Administration approved @DRUG$ for expend in combination with @DRUG$ in the treatment of progress breast crab overexpressing HER2 ( HER2 + ) .	In March Administration , the advanced Food treatment Drug 2007 approved @DRUG$ for use in combination with @DRUG$ in the and of US breast cancer overexpressing HER2 ( HER2 + ) .	In March 2007 , US Food and Administration approved @DRUG$ for use combination with @DRUG$ in the treatment of advanced breast cancer overexpressing HER2 ( HER2 + ) .	@DRUG$ is a drug that is approved by the US Food and Drug Administration for use in combination with @DRUG$ in the treatment of advanced breast cancer overexpressing HER2.	0
0	Healthy men (n = 29) were recruited and randomized to receive 2 etonogestrel implants with either 600-@DRUG$ testosterone pellets repeated every 12 weeks or 2 @DRUG$ implants for up to 48 weeks.	Healthy workforce ( n = 29 ) were recruited and randomized to receive 2 etonogestrel implants with either 600 - @DRUG$ testosterone pellets repeated every dozen week or 2 @DRUG$ implants for up to 48 week .	48 men ( n weeks 29 ) were recruited and randomized to receive 2 etonogestrel implants with either 600 repeated @DRUG$ testosterone pellets - every 12 weeks or 2 @DRUG$ implants for up to Healthy = .	Healthy men ( n = ) were recruited and to receive etonogestrel implants with either 600 - @DRUG$ testosterone pellets repeated every 12 weeks or 2 @DRUG$ implants for up to 48 weeks .	Healthy men were recruited and randomized to receive 2 etonogestrel implants, one with either 600 testosterone pellets repeated every 12 weeks or 2 @DRUG$ implants for up to 48 weeks.	1
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) 5-HT synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain 5-HT by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl propionamide [WAY100135; 10 mg/kg, i.@DRUG$. 30 min before flibanserin, or 40 mg/kg, s.c. 15 min before flibanserin] and tertatolol (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) @DRUG$(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 mg/kg, s.c. simultaneously with flibanserin).	The effect of flibanserin (  atomic number  / kg , i.p. 30 fukien before testing ) on learned helplessness was not antagonized by the ( a ) quintuplet - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; cl atomic number  / kg p.o.x3 prison term ) , which slenderize mental capacity quintuplet - HT by 89 % ; ( b) quintuplet - HT ( 1A ) sensory receptor antagonists ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; 10 atomic number  / kg , i.@DRUG$ . 30 fukien before flibanserin , or forty atomic number  / kg , s.c.  fukien before flibanserin ] and tertatolol ( 2.5 and quintuplet atomic number  / kg , i.p. 30 fukien before flibanserin ) ; and ( vitamin c ) @DRUG$ ( deuce ) sensory receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( doi ; 3 atomic number  / kg , s.c. simultaneously with flibanserin ) .	The effect of flibanserin ( 32 mg / kg , i.p. 30 min before testing ) reduced learned helplessness was not antagonized by and ( a ) 5 - HT synthesis ) 40 ( pCPA ) 150 mg 1A kg p.o.x3 ) WAY100135 , which on brain before ( HT by tertatolol % ; ( b) 5 - HT ( / inhibitor receptor antagonists ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ; [ propionamide piperazin-1yl-2-phenyl ) ; 10 mg / kg , i.@DRUG$ . 30 min before flibanserin , parachlorophenylalanine or mg / kg , s.c. 15 min before flibanserin ] and 89 ( 2.5 and 5 mg / kg , i.p. 30 min 5 flibanserin times ; the - c ) @DRUG$ ( 2 ) receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , s.c. simultaneously with flibanserin ) .	The effect of flibanserin ( 32 mg kg , i.p. 30 min before testing ) on learned helplessness was not antagonized by the ( a ) - synthesis inhibitor parachlorophenylalanine ( ; 150 mg / kg times ) , which brain 5 - by 89 % ; ( b) - ( 1A ) receptor antagonists ( +/-)-N-tert-butyl-3-4-( 2- ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; 10 / kg , i.@DRUG$ . 30 min flibanserin , 40 mg / kg , s.c. 15 min before flibanserin ] and tertatolol ( 2.5 and 5 / 30 min before flibanserin ) ; ( c ) @DRUG$ ( 2 ) receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , s.c. simultaneously with flibanserin .	Flibanserin did not antagonize the effect of parachlorophenylalanine on learned helplessness, which reduced brain 5-HT by 89%. However, flibanserin did antagonize the effect of WAY100135 and tertatolol on learned helplessness. Additionally,	1
0	Vascular natriuretic peptide receptor-linked particulate guanylate cyclases are modulated by @DRUG$-@DRUG$ signalling.	vascular natriuretic peptide receptor-linked particulate guanylate cyclases are modulated by @DRUG$ - @DRUG$ signalling .	Vascular natriuretic peptide receptor-linked particulate guanylate modulated are cyclases by @DRUG$ - @DRUG$ signalling .	Vascular peptide receptor-linked particulate guanylate cyclases are modulated @DRUG$ - @DRUG$ signalling .	@DRUG$ and @DRUG$ both affect the activity of a certain type of receptor that is involved in regulating blood pressure.	0
0	Four-week-old male C57BL/6J mice with a homozygous deletion of the ApoE gene (apolipoprotein E knock-out) were administered 0 (control), 0.1%, 0.5%, 1.0%, and 2.0% (wt/vol) @DRUG$ in their drinking @DRUG$ or 2.0% FM-VP4 (wt/wt) in their diet for 12 consecutive weeks.	Four-week - former male C57BL / 6J shiner with a homozygous deletion of the ApoE gene ( apolipoprotein E knock - out ) were administered zero ( control ) , 0.1 % , 0.5 % , 1.0 % , and 2.0 % ( wt / vol ) @DRUG$ in their drinking @DRUG$ or 2.0 % frequency modulation - VP4 ( wt / wt ) in their dieting for 12 sequent calendar week .	Four-week - old male diet homozygous 6J mice consecutive a / deletion of the wt gene ( apolipoprotein E knock - out ) were administered 0 VP4 control ) , 0.1 % , 0.5 % , 1.0 % , and 2.0 % ( wt / vol ) @DRUG$ in their drinking @DRUG$ or 2.0 % FM - ApoE ( wt / ( ) in their C57BL for 12 with weeks .	Four-week - male C57BL / 6J mice with a homozygous deletion of the ApoE gene apolipoprotein E knock - out ) were 0 control ) , 0.1 % , 0.5 % , 1.0 % , and 2.0 ( wt / vol ) @DRUG$ in their drinking @DRUG$ or 2.0 FM - VP4 ( wt / wt ) in their diet for consecutive weeks .	Mice that were administered @DRUG$ in their drinking water or FM-VP4 in their diet for 12 consecutive weeks had a decrease in body weight and an increase in food intake.	1
0	The weekly dose of i.v. iron (mean +/- SD) needed to maintain iron balance during month 6 was 56 +/- 37 mg in the i.v. iron group compared with 10 +/- 23 @DRUG$ in the dialysate iron group (@DRUG$ = 0.001).	The hebdomadally dose of i.v. cast iron ( mean +/- SD ) demand to maintain cast iron balance during calendar month 6 was 56 +/- 37 mg in the i.v. cast iron group compared with 10 +/- 23 @DRUG$ in the dialysate cast iron group ( @DRUG$ = 0.001 ) .	The weekly dose during i.v. iron ( mean +/- SD ) needed to maintain iron balance of month iron was 56 +/- 37 mg in the i.v. iron group compared with 10 +/- 23 @DRUG$ in the dialysate 6 group ( @DRUG$ = 0.001 ) .	The weekly dose of i.v. iron ( mean SD needed to maintain iron balance during month 6 was 56 +/- 37 mg in the i.v. iron group compared with 10 +/- 23 @DRUG$ in the dialysate iron group @DRUG$ = 0.001 ) .	The weekly dose of i.v. iron ( mean +/- SD ) needed to maintain iron balance during month 6 was 56 +/- 37 mg in the i.v. iron group compared with 10 +/- 23 @DRUG$ in the dialysate iron group ( @DRUG$ = 0.001 ) .	0
0	@DRUG$ adenine dinucleotide (NAD(+)) has crucial roles in many cellular processes, both as a coenzyme for redox reactions and @DRUG$ a substrate to donate ADP-ribose units.	@DRUG$ adenine dinucleotide ( nicotinamide adenine dinucleotide ( + ) ) has all important roles in many cellular unconscious process , both as a coenzyme for redox reactions and @DRUG$ a substrate to donate ADP - ribose units .	@DRUG$ ( dinucleotide adenine a ( + ) ) has crucial roles in redox cellular processes , both as NAD coenzyme for many reactions and @DRUG$ a substrate to donate ADP - ribose units .	@DRUG$ dinucleotide ( NAD ( + ) ) has crucial roles in many cellular processes , both as a coenzyme for redox reactions and @DRUG$ substrate to donate - ribose units .	@DRUG$ is a coenzyme that helps redox reactions occur, and @DRUG$ is a substrate that donates ADP-ribose units.	0
0	This study evaluated the relative bioavailability, intranasal abuse potential, and safety of @DRUG$/APAP compared with commercially available hydrocodone bitartrate (HB)/@DRUG$.	This take judge the relative bioavailability , intranasal abuse potential , and safety of @DRUG$ / APAP compared with commercially available hydrocodone bitartrate ( HB ) / @DRUG$ .	HB study evaluated the relative bioavailability , intranasal abuse potential , and safety of @DRUG$ / APAP compared with commercially available hydrocodone bitartrate / This ) ( @DRUG$ .	This study evaluated relative bioavailability , intranasal abuse , and safety of @DRUG$ / compared available hydrocodone bitartrate ( HB ) / @DRUG$ .	The study found that @DRUG$ was just as bioavailable as HB, and that it had a similar abuse potential. However, DRUGA was found to be safer than HB.	1
1	Traditional Ca channels blockers (CCBs), including @DRUG$ and amlodipine, act predominantly on L-type Ca channels, whereas novel CCBs such as @DRUG$, benidipine and azelnidipine inhibit both L-type and T-type Ca channels.	traditional Ca groove blockers ( CCBs ) , including @DRUG$ and amlodipine , act predominantly on L-type Ca groove , whereas new CCBs such as @DRUG$ , benidipine and azelnidipine inhibit both L-type and T-type Ca groove .	Traditional Ca channels blockers ( CCBs ) , including @DRUG$ and amlodipine , act predominantly on L-type Ca channels , whereas novel CCBs such both @DRUG$ , benidipine and T-type inhibit as Ca and azelnidipine L-type channels .	Traditional Ca channels blockers ( CCBs ) including @DRUG$ and amlodipine , act predominantly on L-type Ca channels , novel CCBs such @DRUG$ , benidipine and azelnidipine inhibit L-type and T-type Ca channels .	Traditional Ca channels blockers ( CCBs ) , including @DRUG$ and amlodipine , act predominantly on L-type Ca channels , whereas novel CCBs such as @DRUG$ , benidipine and azelnidipine inhibit both L-type and T-type Ca	0
0	Skin pre-treatment with eucalyptus oil could significantly decrease extravascular volume of distribution (V/@DRUG$) and elimination rate constant (k) of @DRUG$.	Skin pre-treatment with eucalypt oil could significantly reduction extravascular volume of distribution ( V / @DRUG$ ) and elimination rate constant ( k ) of @DRUG$ .	Skin pre-treatment elimination ( oil could significantly decrease extravascular volume of distribution ( V / @DRUG$ ) and with rate constant eucalyptus k ) of @DRUG$ .	Skin pre-treatment with eucalyptus oil significantly decrease extravascular volume of distribution ( V @DRUG$ ) and elimination rate constant ( ) of @DRUG$ .	The amount of @DRUG$ that is distributed throughout the body ( V / DRUGA ) is decreased, and the rate at which DRUGA is eliminated from the body ( k ) is increased, when eucalyptus oil is applied to the skin prior to taking @DRUG$ .	0
0	@DRUG$ all PEGs and @DRUG$ derivatives, they must not be applied to damaged skin.	@DRUG$ all PEGs and @DRUG$ derivatives , they must not be applied to discredited skin .	@DRUG$ all PEGs and @DRUG$ derivatives , they must not be applied to skin damaged .	@DRUG$ all PEGs and @DRUG$ derivatives , they must not be applied to damaged skin .	@DRUG$ is all PEGs and @DRUG$ derivatives, and they must not be applied to damaged skin.	0
0	Several controlled clinical trials documented that mupirocin was significantly better than the @DRUG$ vehicle alone or ampicillin and as effective @DRUG$ cloxacillin, dicloxacillin, or erythromycin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	Several controlled clinical trials documented that mupirocin was significantly estimable than the @DRUG$ vehicle alone or ampicillin and as effective @DRUG$ cloxacillin , dicloxacillin , or ethril in raise clinical and bacteriological cures in patients with impetigo and roll infections caused by gram-positive pathogens .	Several controlled clinical trials documented dicloxacillin mupirocin was significantly better than the @DRUG$ vehicle or or erythromycin and effective as @DRUG$ cloxacillin , that , alone ampicillin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens .	Several controlled clinical trials documented that mupirocin was significantly better than the @DRUG$ vehicle or and as effective @DRUG$ cloxacillin dicloxacillin or erythromycin in producing clinical and bacteriological cures in patients with impetigo wound infections caused by gram-positive .	Mupirocin is significantly better than the vehicle alone or other antibiotics in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	1
0	A study on the bioavailability and pharmacokinetics of @DRUG$ was conducted in six healthy dogs following a single intravenous (i.v.) or oral (@DRUG$.o.) dose of 20 mg kg(-1) body weight (b.w.).	A study on the bioavailability and pharmacokinetics of @DRUG$ was conducted in six spot healthy dogs following a unity intravenous ( i.v. ) or viva voce ( @DRUG$ .o. ) dose of 20 atomic number  kg ( - 1 ) body weight ( b.w. ) .	body study on the bioavailability and pharmacokinetics of @DRUG$ was conducted in six healthy dogs following a single intravenous ( i.v. ) or oral ( @DRUG$ .o. ) dose of 20 1 b.w. ( - mg ) A weight ) kg ( .	A study on the bioavailability and of @DRUG$ was conducted in six healthy following a single intravenous ( ) or ( @DRUG$ .o. ) dose of 20 mg kg ( - 1 ) body weight ( b.w. ) .	A study on the bioavailability and pharmacokinetics of @DRUG$ was conducted in six healthy dogs following a single intravenous ( i.v. ) or oral ( @DRUG$ .o. ) dose of 20 mg kg ( - 1 ) body weight ( b.w. ) .	0
0	METHODS: All infants from both trials who were randomly assigned to administration of lucinactant (175 @DRUG$/kg), colfosceril @DRUG$ (67.5 mg/kg), beractant (100 mg/kg), or poractant alfa (175 mg/kg) were prospectively followed through 1 year corrected age, at which point masked assessment of outcomes was performed for surviving infants.	method acting : All infants from both trials who were arbitrarily assigned to administration of lucinactant ( 175 @DRUG$ / kg ) , colfosceril @DRUG$ ( 67.5 mg / kg ) , beractant (  mg / kg ) , or poractant alfa ( 175 mg / kg ) were prospectively conform to through 1 yr corrected age , at which point mask assessment of outcomes was performed for make it infants .	through : All infants from kg trials who were randomly assigned to administration of lucinactant ( ( @DRUG$ / kg ) , colfosceril @DRUG$ ( 67.5 mg / both 175 , beractant 175 100 mg / kg ) , or poractant alfa ( ) mg performed kg ) were prospectively followed METHODS 1 year corrected was , age which point masked assessment of outcomes at / for surviving infants .	METHODS : All infants from both trials who were randomly assigned administration of lucinactant ( 175 @DRUG$ / kg , colfosceril @DRUG$ ( mg / kg ) , beractant ( 100 mg kg ) , or poractant alfa ( 175 mg kg ) were prospectively followed through 1 year corrected age , at point masked assessment of outcomes was performed for surviving infants .	All infants from both trials who were randomly assigned to administration of lucinactant ( 175 @DRUG$ / kg ) , colfosceril @DRUG$ ( 67.5 mg / kg ) , beractant ( 100 mg / kg ) , or poractant alfa ( 175	0
0	In conclusion, @DRUG$ is one of the most effective peripherally acting H1 antagonist which lacks significant CNS side effects and is suitable @DRUG$ a once daily dosage regimen.	In conclusion , @DRUG$ is one of the most effective peripherally acting H1 antagonist which lacks substantial CNS face effects and is suitable @DRUG$ a once day by day dosage regimen .	In significant , @DRUG$ the one of is most effective peripherally acting H1 antagonist dosage lacks conclusion CNS side effects and is suitable @DRUG$ a once daily which regimen .	In conclusion , @DRUG$ is one of the most effective peripherally acting H1 antagonist which lacks significant CNS side effects and is suitable @DRUG$ a once daily regimen .	@DRUG$ is a very effective drug that doesn't have many side effects and can be taken once a day.	1
0	Scatchard plot analysis revealed a significant decrease in both @DRUG$(@DRUG$) and B(max) for dopamine D2 receptors.	Scatchard plot analysis unwrap a significant decrease in both @DRUG$ ( @DRUG$ ) and B(max ) for dopastat D2 receptors .	Scatchard both analysis revealed a significant decrease dopamine plot @DRUG$ ( @DRUG$ ) and B(max ) for in D2 receptors .	Scatchard plot analysis revealed a significant decrease in both @DRUG$ ( @DRUG$ ) B(max ) for D2 receptors .	The amount of @DRUG$ that binds to dopamine D2 receptors ( @DRUG$ ) decreases as the number of receptors ( B(max ) ) increases.	0
0	Comet assay (single cell electrophoresis) indicated that incubation of SCC-4 cells with 0, 20, 30 and 40 microM of @DRUG$, 0, 25, 50 and 100 microM of aloe-emodin or @DRUG$ led to a longer DNA migration smear (comet tail).	Comet assay ( single cadre electrophoresis ) indicated that incubation of SCC - 4 cells with  , xx ,  and 40 microM of @DRUG$ ,  , 25 , fifty and 100 microM of aloe-emodin or @DRUG$ led to a longer DNA migration smear ( comet tail ) .	electrophoresis assay ( single cell - ) indicated that incubation cells SCC Comet 4 of with 0 , 20 , 30 and 40 microM of @DRUG$ , 0 , 25 , 50 and 100 microM of aloe-emodin or @DRUG$ led to a longer DNA migration smear ( comet tail ) .	Comet assay single ) indicated incubation of SCC 4 cells with 0 , 20 , 30 and 40 microM of @DRUG$ , 0 , 25 , 50 100 microM aloe-emodin or @DRUG$ led to a longer DNA migration smear ( comet tail ) .	The higher the concentration of @DRUG$, the longer the DNA migration smear (comet tail).	1
0	Three triple-drug combination medications have also been introduced recently: Exforge HCT (amlodipine/valsartan/HCTZ), Tribenzor (olmesartan/@DRUG$/HCTZ), and Amturnide (@DRUG$/amlodipine/hydrocholorothiazide).	Three triple-drug compounding medications have also been present recently : Exforge HCT ( amlodipine / diovan / HCTZ ) , Tribenzor ( olmesartan / @DRUG$ / HCTZ ) , and Amturnide ( @DRUG$ / amlodipine / hydrocholorothiazide ) .	Three triple-drug combination medications have also valsartan introduced , : Exforge HCT ( amlodipine / / / HCTZ ) , Tribenzor ( olmesartan / @DRUG$ / HCTZ ) recently and Amturnide ( @DRUG$ / amlodipine been hydrocholorothiazide ) .	Three combination medications have been introduced : Exforge HCT ( amlodipine / valsartan / HCTZ ) , Tribenzor ( olmesartan @DRUG$ / HCTZ ) , Amturnide @DRUG$ / / hydrocholorothiazide ) .	Three triple-drug combination medications have also been introduced recently : Exforge HCT ( amlodipine / valsartan / HCTZ ) , Tribenzor ( olmesartan / @DRUG$ / HCTZ ) , and Amturnide ( @DRUG$ /	0
0	Thromboxane B2 formation, ATP release, and elevation of cytosolic free @DRUG$ caused by collagen, ADP, epinephrine, arachidonic acid and @DRUG$ respectively were markedly inhibited by chlorobutanol.	Thromboxane B2 formation , adenosine triphosphate release , and superlative of cytosolic free @DRUG$ caused by collagen , ADP , epinephrine , arachidonic virulent and @DRUG$ respectively were markedly inhibited by chlorobutanol .	Thromboxane B2 formation chlorobutanol ATP release , and elevation of cytosolic free @DRUG$ caused by collagen , , respectively epinephrine , arachidonic acid and @DRUG$ , were markedly inhibited by ADP .	B2 formation ATP , and of cytosolic free @DRUG$ caused by collagen , ADP , epinephrine , arachidonic acid and @DRUG$ respectively were markedly inhibited by chlorobutanol .	The formation of thromboxane B2, the release of ATP, and the elevation of cytosolic free @DRUG$ caused by collagen, ADP, epinephrine, arachidonic acid and @DRUG$ respectively were markedly inhibited by chlorobutanol.	0
0	Growth at sub-MIC concentrations of @DRUG$ decreased cellular @DRUG$.	Growth at sub-MIC concentrations of @DRUG$ decreased cellular @DRUG$ .	Growth at cellular concentrations of @DRUG$ decreased sub-MIC @DRUG$ .	Growth at sub-MIC concentrations of @DRUG$ decreased @DRUG$ .	The growth of cells exposed to sub-MIC concentrations of @DRUG$ was less than the growth of cells not exposed to DRUGA .	1
0	Serum @DRUG$ was significantly higher in the benazepril period than in the placebo period (4.4+/-0.5 vs 4.2+/-0.5 mEq/L, @DRUG$<0.001), but no patient discontinued benazepril therapy as a result of hyperkalemia.	Serum @DRUG$ was significantly higher in the benazepril period than in the placebo period ( 4.4+/-0.5 vs 4.2+/-0.5 milliequivalent /L , @DRUG$ < 0.001 ) , but no patient role discontinued benazepril therapy as a outcome of hyperkalemia .	than @DRUG$ was significantly higher hyperkalemia the benazepril period Serum in the placebo period ( 4.4+/-0.5 vs benazepril mEq /L , @DRUG$ < 0.001 ) , but no patient discontinued 4.2+/-0.5 therapy as a result of in .	Serum @DRUG$ was significantly higher in the benazepril period than in the placebo period vs 4.2+/-0.5 mEq , @DRUG$ < 0.001 ) , but no patient discontinued benazepril therapy as a result of hyperkalemia .	Serum @DRUG$ was significantly higher in the benazepril period than in the placebo period ( 4.4+/-0.5 vs 4.2+/-0.5 mEq /L , @DRUG$ < 0.001 )"In other words, DR	0
0	However, studies will be needed to confirm the turoctocog alfa profile, such @DRUG$ the stability of dissolved @DRUG$ over 24 hours at room temperature and post-marketing clinical research aimed at meeting Europe Medicines Agency post-marketing safety and efficacy requirements in PTPs.	However , studies will be needed to confirm the turoctocog alfa profile , such @DRUG$ the stability of dissolved @DRUG$ over 24 hours at elbow room temperature and post-marketing clinical inquiry calculate at meeting european community Medicines Agency post-marketing safety and efficacy requirements in PTPs .	However , studies such be needed to confirm the turoctocog alfa profile temperature will @DRUG$ in stability of dissolved @DRUG$ over 24 hours at room , and post-marketing clinical research aimed at meeting Europe Medicines Agency post-marketing and safety efficacy requirements the PTPs .	However , studies will be needed confirm the turoctocog alfa profile , @DRUG$ the stability of dissolved @DRUG$ over 24 hours at room temperature and post-marketing clinical research aimed at meeting Europe Medicines Agency post-marketing safety and efficacy requirements in PTPs .	However, more research is needed to confirm the profile of turoctocog alfa, such as the stability of dissolved @DRUG$ over 24 hours at room temperature and post-marketing clinical research aimed at meeting Europe Medicines Agency post-marketing safety and efficacy requirements in PTPs	1
0	In Experiment 2, systemic injection of cirazoline (0, 0.05, 0.1, 0.2, 0.4 mg/kg) also markedly suppressed food intake (ED50 = 0.05 mg/kg i.@DRUG$.), with a less potent action on @DRUG$ intake (ED50 = 0.22 mg/kg i.p.).	In try out ii , systemic shot of cirazoline ( 0 , 0.05 , 0.1 , 0.2 , 0.4 mg / kg ) also markedly oppress food intake ( ED50 = 0.05 mg / kg i.@DRUG$ . ) , with a to a lesser extent potent action on @DRUG$ intake ( ED50 = 0.22 mg / kg i.p. ) .	In Experiment 2 , systemic = of cirazoline ( 0 , 0.05 , , 0.1 0.2 , ( mg / kg ) also markedly suppressed / intake ( ED50 / 0.05 mg food kg i.@DRUG$ . ) , with a less potent action on @DRUG$ intake 0.4 ED50 = 0.22 mg injection kg i.p. ) .	In Experiment 2 , systemic of cirazoline ( 0 , 0.05 , 0.1 , , 0.4 mg / ) also markedly suppressed food intake ( ED50 = 0.05 mg / kg i.@DRUG$ . ) , with a less potent action on @DRUG$ intake ( ED50 = 0.22 mg / i.p. ) .	Systemic injection of cirazoline (a drug that affects @DRUG$) markedly suppressed food intake, with a less potent action on @DRUG$ intake.	0
1	Nonivamide, a @DRUG$ analog, increases @DRUG$ and serotonin release in SH-SY5Y cells via a TRPV1-independent pathway.	Nonivamide , a @DRUG$ analog , increases @DRUG$ and serotonin release in SH - SY5Y electric cell via a TRPV1 - main pathway .	Nonivamide , a @DRUG$ analog , increases @DRUG$ pathway serotonin release in SH and SY5Y cells via a TRPV1 - independent - .	Nonivamide a @DRUG$ analog , increases @DRUG$ and serotonin release in SH - SY5Y cells a TRPV1 - independent pathway .	Nonivamide , a @DRUG$ analog , increases @DRUG$ and serotonin release in SH - SY5Y cells via a TRPV1 - independent pathway ."In other words, DRUGA increases DRUGB and serotonin release in SH - SY5Y cells.	0
0	To date, @DRUG$ has not found many uses in medicine, but number of ongoing research, @DRUG$ well as preclinical and clinical studies, will most likely lead to many novel applications of copper in the near future.	To date , @DRUG$ has not found many uses in medicine , but number of ongoing inquiry , @DRUG$ substantially as preclinical and clinical studies , will most probably lead to many novel applications of copper in the near futurity .	To date , @DRUG$ has not found many uses in future , but number of ongoing research , @DRUG$ well as preclinical and clinical studies medicine likely most will lead to many novel applications of copper in the near , .	To date , @DRUG$ has not found many uses in medicine , but number of ongoing research , @DRUG$ as preclinical and clinical studies , most likely lead to many novel of copper in the .	@DRUG$ has not found many uses in medicine yet, but @DRUG$ is being researched extensively and is likely to have many novel applications in the future.	0
0	O-demethylated formoterol was seen mainly @DRUG$ inactive glucuronide conjugates and deformylated @DRUG$ only as an inactive sulfate conjugate.	O- demethylated formoterol was seen principally @DRUG$ inactive glucuronide conjugates and deformylated @DRUG$ only as an inactive sulfate conjugated .	O- demethylated formoterol was seen as @DRUG$ inactive glucuronide conjugates conjugate deformylated @DRUG$ only mainly an inactive sulfate and .	O- demethylated formoterol was seen mainly @DRUG$ inactive glucuronide conjugates and deformylated @DRUG$ only as an inactive sulfate conjugate .	@DRUG$ is mainly inactive as a glucuronide conjugate, while @DRUG$ is only inactive as a sulfate conjugate.	0
0	@DRUG$ is a long-acting nonsulfhydryl @DRUG$ converting enzyme (ACE) inhibitor introduced for clinical use about a decade ago.	@DRUG$ is a long-acting nonsulfhydryl @DRUG$ convert enzyme ( sensation ) inhibitor introduced for clinical use about a decade ago .	@DRUG$ is about long-acting nonsulfhydryl @DRUG$ converting enzyme ( ACE ) for introduced inhibitor clinical use a a decade ago .	@DRUG$ is a nonsulfhydryl @DRUG$ converting enzyme ( ACE ) inhibitor clinical use about a decade ago .	@DRUG$ is a long-acting nonsulfhydryl @DRUG$ converting enzyme (ACE) inhibitor introduced for clinical use about a decade ago."DRUGA is a drug that inhibits the activity of the DRUGB converting enzyme. DRUGA was introduced for clinical use about	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, @DRUG$, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and @DRUG$ (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	angstrom unit critical review of commercially available viva voce and injectable solution conceptualization expose that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerine , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor el , Cremophor releasing hormone 40 , Cremophor releasing hormone  , d-alpha-tocopherol polyethylene glycol m succinate , polysorbate xx , polysorbate 80 , Solutol HS  , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty lucy in the sky with diamonds esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( beaver oil , zea mays oil , cottonseed oil , olive oil , peanut oil , peppermint candy oil , @DRUG$ , sesame oil , soya oil , hydrogenate vegetable oils , hydrogenate soya oil , and medium- chain triglycerides of coconut oil and thenar source oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic lucy in the sky with diamonds , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl-beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and @DRUG$ ( hydrogenate soy sauce phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available , and injectable solution formulations reveals Cremophor 300 polyethylene excipients include water - soluble organic solvents triglycerides solubilizing glycol , , polyethylene sulfobutylether 400 , ethanol , propylene , , glycerin , N-methyl - palm - pyrrolidone the dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , that RH 60 , d-alpha-tocopherol polyethylene oil 1000 succinate , polysorbate 20 glycol polysorbate Labrafil , Solutol 2 15 , sorbitan monooleate , oil 407 , 80 M-1944CS , corn M-2125CS , Labrasol , sesame 44/14 , Softigen 767 oral and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( castor oil , Labrafil oil , cottonseed oil , olive oil , peanut poloxamer , peppermint oil , @DRUG$ , Gellucire oil , soybean ) soybean hydrogenated beta-cyclodextrin oils , hydrogenated , oil , and medium- chain ( of coconut oil and HS seed oil ) , organic liquids / - ( beeswax , d-alpha-tocopherol , oleic acid ( medium- chain mono- and diglycerides glycol , various cyclodextrins , alpha-cyclodextrin , vegetable , hydroxypropyl-beta-cyclodextrin , and glycol semi-solids beta-cyclodextrin ) , and @DRUG$ ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available and injectable solution formulations reveals that the solubilizing excipients water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol , ethanol , propylene glycol , glycerin , - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , RH d-alpha-tocopherol polyethylene 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or ) , water - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , @DRUG$ , sesame oil , soybean oil vegetable oils , hydrogenated soybean oil , and chain triglycerides coconut oil and palm seed oil ) , organic liquids / ( beeswax , d-alpha-tocopherol , oleic , medium- chain and diglycerides ) cyclodextrins ( alpha-cyclodextrin beta-cyclodextrin , hydroxypropyl-beta-cyclodextrin , - beta-cyclodextrin ) , @DRUG$ hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	@DRUG$ is a water-soluble organic solvent, while @DRUG$ is a water-insoluble lipid. DRUGA is also a cyclodextrin, while DRUGB is a hydrogenated soy phosphatidylcholine.	0
0	A poor in vivo clinical window response was related to in vitro resistance to L-@DRUG$ (@DRUG$=0.02) and both were prognostic factors for long-term event-free survival (hazard ratio 6.4, P=0.004; hazard ratio 3.7, P=0.01).	A poor in vivo clinical window response was come to to in vitro resistance to L-@DRUG$ ( @DRUG$ =0.02 ) and both were prodigy factors for long- term event-free selection ( hazard proportion 6.4 , P=0.004 ; hazard proportion 3.7 , P=0.01 ) .	A poor in vivo vitro window response was related to in resistance clinical to L-@DRUG$ ( @DRUG$ =0.02 ) and both 3.7 ratio factors for long- term event-free survival ( hazard ratio 6.4 , P=0.004 ; hazard prognostic were , P=0.01 ) .	A poor in vivo clinical window response was related in vitro resistance to L-@DRUG$ ( @DRUG$ =0.02 ) and both prognostic factors for long- term event-free survival ( hazard ratio 6.4 , P=0.004 ; hazard ratio 3.7 P=0.01 ) .	A poor in vivo clinical window response was related to in vitro resistance to L-@DRUG$ ( @DRUG$ =0.02 ) and both were prognostic factors for long- term event-free survival ( hazard ratio 6.4 , P=0.004 ; hazard ratio 3.7	0
0	Delayed effect of @DRUG$ juice on pharmacokinetics and pharmacodynamics of @DRUG$ in a living-donor liver transplant recipient.	Delayed upshot of @DRUG$ juice on pharmacokinetics and pharmacodynamics of @DRUG$ in a living - donor liver colored transplant recipient .	Delayed effect living @DRUG$ juice on pharmacokinetics and pharmacodynamics of @DRUG$ in a of - donor transplant liver recipient .	Delayed effect of @DRUG$ juice on pharmacokinetics and pharmacodynamics of @DRUG$ in a living - donor liver transplant recipient .	The delayed effect of @DRUG$ juice on the pharmacokinetics (the movement of drugs in the body) and pharmacodynamics (the effects of drugs on the body) of @DRUG$ in a living - donor liver transplant recipient.	0
0	Methods Twelve healthy male volunteers (18-45 years, CYP2D6 extensive metabolizers (EMs), MR<1 took a single oral dose (s.@DRUG$.) of DHC 60 @DRUG$ after breakfast.	Methods Twelve healthy male volunteers ( 18 - 45 years , CYP2D6 extensive metabolizers ( mutton quad ) , MR < 1 took a single oral exam elvis ( s.@DRUG$ . ) of DHC 60 @DRUG$ after breakfast .	Methods Twelve healthy male @DRUG$ ( 18 - 45 years , CYP2D6 extensive metabolizers ( EMs ) , MR < 1 took a single oral dose ( s.@DRUG$ . ) of DHC 60 volunteers after breakfast .	Twelve healthy male volunteers ( - 45 years , CYP2D6 extensive metabolizers ) MR < took a single oral dose ( s.@DRUG$ ) of DHC 60 @DRUG$ after .	Twelve healthy male volunteers took a single oral dose of DHC 60 after breakfast.	1
0	@DRUG$ was better than placebo on the CGI improvement scale (@DRUG$ =.02), which was a secondary measure in this study.	@DRUG$ was better than placebo on the CGI improvement scale ( @DRUG$ =.02 ) , which was a lower ranking measure out in this study .	@DRUG$ was better than placebo on CGI in improvement scale ( @DRUG$ =.02 ) , which was a secondary measure the this study .	@DRUG$ was better than placebo on the CGI improvement scale @DRUG$ =.02 ) , a secondary measure in this study .	@DRUG$ was better than placebo on the CGI improvement scale ( p < .02 ), which was a secondary measure in this study .	1
1	Effects of benzoctamine and @DRUG$ on turnover and uptake of @DRUG$ in the brain.	Effects of benzoctamine and @DRUG$ on turnover and uptake of @DRUG$ in the genius .	Effects the benzoctamine and @DRUG$ on turnover and uptake of @DRUG$ in of brain .	Effects of benzoctamine and @DRUG$ on turnover and uptake of @DRUG$ in the brain .	Benzoctamine affects the way @DRUG$ is absorbed and used by the brain.	1
0	The esters between nicotinic acid and pentaerythritol (@DRUG$, Perycit) or @DRUG$ (MIHN) were hydrolyzed by enzymes present in plasma and tissues of man, rat and dog.	The esters between nicotinic acid and pentaerythritol ( @DRUG$ , Perycit ) or @DRUG$ ( MIHN ) were hydrolyse by enzyme present in blood plasma and tissues of man , rat and dog .	The esters between nicotinic acid and dog ( @DRUG$ , Perycit ) or @DRUG$ hydrolyzed MIHN ) were ( by enzymes in present plasma and tissues of man , rat and pentaerythritol .	The esters between nicotinic acid and pentaerythritol ( @DRUG$ , Perycit ) or @DRUG$ ( MIHN ) were hydrolyzed by enzymes present in plasma and tissues of man rat and dog	The esters between nicotinic acid and pentaerythritol (@DRUG$, Perycit) or @DRUG$ (MIHN) were hydrolyzed by enzymes present in plasma and tissues of man, rat and dog.	0
0	In conclusion, @DRUG$'s wide spectrum and high intrinsic activity, @DRUG$ well as its capacity to overcome most of the resistance that has become consolidated in some classes of antibiotics widely used as empiric therapy for CARTI, allows us to suggest that cefditoren might be included in the european guidelines as one of the first-choice antibiotics in the treatment of CARTI.	In conclusion , @DRUG$ 's wide spectrum and high intrinsic activity , @DRUG$ substantially as its capacity to overcome most of the resistance that has get consolidated in some course of instruction of antibiotic drug widely used as empiric therapy for CARTI , allows us to suggest that cefditoren power be included in the european guidelines as ane of the first-choice antibiotic drug in the treatment of CARTI .	intrinsic of , @DRUG$ 's wide spectrum and first-choice the in , @DRUG$ well as its capacity to overcome most of the resistance that has become consolidated in some classes conclusion antibiotics widely used as empiric to for CARTI , allows us therapy suggest that cefditoren might be included activity the european guidelines as one of In high antibiotics in the treatment of CARTI .	In conclusion , @DRUG$ 's wide spectrum and high intrinsic activity , @DRUG$ well as capacity to overcome the resistance that has become consolidated in some classes of antibiotics widely used as empiric therapy for CARTI , allows us to suggest that cefditoren might be included in the european guidelines as one of first-choice antibiotics in the treatment of CARTI .	@DRUG$ is a better antibiotic than @DRUG$, and it can be used to treat CARTI.	0
0	@DRUG$ has shown clinical activity in solid tumors, with the most notable in advanced or metastatic breast cancer, including tumors refractory to @DRUG$.	@DRUG$ has shown clinical activity in solid state tumors , with the most notable in come along or metastatic breast cancer , including tumors refractory to @DRUG$ .	@DRUG$ has shown clinical activity most solid tumors , with metastatic in notable in advanced or the breast cancer , including tumors refractory to @DRUG$ .	@DRUG$ has shown clinical activity in solid tumors , with most notable advanced or metastatic breast cancer , including tumors refractory to @DRUG$ .	@DRUG$ has been shown to be effective in treating solid tumors, including tumors that are resistant to @DRUG$.	0
0	The decay of @DRUG$ @DRUG$ levels in serum was rapid, with virtually 100% of the phosphate eliminated within the first 1.5 h following the dose.	The decay of @DRUG$ @DRUG$ levels in serum was speedy , with near 100 % of the phosphate eliminated within the first 1.5 h following the dose .	The dose of @DRUG$ @DRUG$ levels in serum was rapid , with virtually 100 of % the phosphate eliminated within the first 1.5 h following the decay .	The decay of @DRUG$ @DRUG$ levels in serum was rapid , with virtually 100 % of the phosphate within the first 1.5 h following the dose .	The decay of @DRUG$ @DRUG$ levels in serum was rapid, with virtually 100% of the phosphate eliminated within the first 1.5 hours following the dose.	0
0	RESULTS: Oral @DRUG$-administration of DRSP/EE or DRSP/E2 and KTZ resulted in an increase in DRSP exposure (AUC(0,24 h)) in both treatment groups: DRSP/EE group: 2.68-fold DRSP increase (90% CI 2.44, 2.95); @DRUG$/E2 group: 2.30-fold DRSP increase (90% CI 2.08, 2.54).	resultant : oral examination @DRUG$ - administration of DRSP / electrical engineering or DRSP / E2 and KTZ resulted in an increase in DRSP exposure ( AUC ( 0,24 h ) ) in both discussion groups : DRSP / electrical engineering group : 2.68 - sheep pen DRSP increase (  % one hundred one 2.44 , 2.95 ) ; @DRUG$ / E2 group : 2.30 - sheep pen DRSP increase (  % one hundred one 2.08 , 2.54 ) .	RESULTS : Oral @DRUG$ - administration of h / % or AUC DRSP E2 increase KTZ resulted in an increase in DRSP exposure ( DRSP ( 0,24 / ) ) in both treatment groups : DRSP / EE group : 2.68 - , DRSP increase ( 90 % CI 2.44 fold 2.95 ) ; @DRUG$ / E2 group : ( - fold DRSP and 2.30 90 EE CI 2.08 , 2.54 ) .	RESULTS : @DRUG$ - administration of DRSP / EE or DRSP / E2 and KTZ resulted in an increase in DRSP exposure ( AUC ( 0,24 h ) ) in both treatment groups : DRSP / EE group : 2.68 DRSP increase ( 90 % CI 2.44 , 2.95 ) ; @DRUG$ / group : 2.30 - fold DRSP increase ( 90 CI 2.08 2.54 .	Oral @DRUG$ - administration of DRSP / EE or DRSP / E2 and KTZ resulted in an increase in DRSP exposure ( AUC ( 0,24 h ) ) in both treatment groups : DRSP / EE group : 2.68 - fold DRSP increase ( 90	1
0	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron @DRUG$ iron dextran per ml, or 200 @DRUG$ iron as gleptoferron per ml.	A full of 102 neonate piglets from ten litters were hardened intramuscularly with 200 mg iron @DRUG$ iron dextran per ml , or 200 @DRUG$ iron as gleptoferron per ml .	A total , 102 newborn piglets were ten litters iron treated intramuscularly with 200 mg iron @DRUG$ from dextran per ml of or 200 @DRUG$ iron as gleptoferron per ml .	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron @DRUG$ iron dextran per ml , or 200 @DRUG$ iron as per ml .	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron @DRUG$ iron dextran per ml , or 200 @DRUG$ iron as gleptoferron per ml .	0
0	RESULTS: Among 2048 patients evaluable for efficacy, the rate of venous thromboembolism was 4.6 per cent (47 of 1027) with fondaparinux compared with 6.1 per cent (62 of 1021) with dalteparin, a relative risk reduction of 24.6 (95 per cent confidence interval -9.0 to 47.9) per cent (@DRUG$ = 0.144), which @DRUG$ the predetermined criterion for non-inferiority of fondaparinux.	RESULTS : Among 2048 patients evaluable for efficaciousness , the rate of venous thromboembolism was 4.6 per cent ( forty seven of 1027 ) with fondaparinux compared with 6.1 per cent ( 62 of 1021 ) with dalteparin , a relative jeopardy reduction of 24.6 (  per cent confidence musical interval - 9.0 to 47.9 ) per cent ( @DRUG$ = 0.144 ) , which @DRUG$ the bias standard for non-inferiority of fondaparinux .	per ( relative risk patients evaluable for efficacy , the rate of venous thromboembolism was ) per cent non-inferiority 47 of 1027 ) with fondaparinux compared confidence 6.1 per cent : 62 of 1021 ) with dalteparin , a Among 2048 reduction of 24.6 ( 95 per cent with interval - 9.0 to 47.9 ) RESULTS cent ( @DRUG$ = 0.144 4.6 , which @DRUG$ the predetermined criterion for ( of fondaparinux .	RESULTS : Among 2048 patients evaluable for efficacy , the rate of venous was 4.6 per cent ( 47 of 1027 ) with fondaparinux compared with 6.1 per cent ( 62 of 1021 ) with dalteparin , a risk reduction of 24.6 ( 95 per cent confidence interval - 9.0 to 47.9 ) per cent @DRUG$ = 0.144 ) , which @DRUG$ the criterion for non-inferiority of fondaparinux .	The rate of venous thromboembolism was 4.6 per cent ( 47 of 1027 ) with fondaparinux compared with 6.1 per cent ( 62 of 1021 ) with dalteparin , a relative risk reduction of 24.6 ( 95 per cent confidence	1
0	@DRUG$ also appeared more effective in reducing itch persistence than either @DRUG$ (94 participants, 1 trial) or lindane (490 participants, 2 trials).	@DRUG$ also appeared more effective in reducing itch persistence than either @DRUG$ (  participants , 1 trial ) or lindane ( 490 participants ,  trials ) .	@DRUG$ also appeared either effective in reducing itch persistence than more @DRUG$ ( 94 participants , 1 2 ) or lindane ( 490 participants , trial trials ) .	@DRUG$ also appeared more effective in reducing itch persistence than either @DRUG$ ( 94 participants , 1 ) or lindane ( 490 participants , 2 ) .	@DRUG$ is more effective than @DRUG$ in reducing itch persistence.	0
0	RESULTS: In 2 randomized, double-blind, placebo-controlled trials (total number of patients, 647), telmisartan 40 or 80 mg/d was at least @DRUG$ effective as @DRUG$ 20 mg/d for lowering blood pressure (BP) in patients with mild to moderate hypertension.	RESULTS : In 2 randomized , double - blind , placebo- controlled trials ( total number of affected role , 647 ) , telmisartan  or 80 milligram /d was at to the lowest degree @DRUG$ effective as @DRUG$  milligram / d for lowering blood pressure ( BP ) in affected role with mild to moderate hypertension .	RESULTS : In , randomized , double - blind , placebo- controlled patients ( total number of trials , 647 ) 2 telmisartan 40 or 80 mg /d was mg d @DRUG$ effective as @DRUG$ blood at / least for lowering 20 pressure ( BP ) in patients with mild to moderate hypertension .	RESULTS : In 2 , double - blind , placebo- controlled trials ( total of patients , 647 ) , telmisartan 40 80 mg /d was at least @DRUG$ effective as @DRUG$ 20 mg / for lowering pressure ( BP ) in patients mild to moderate hypertension .	Telmisartan 40 or 80 mg /d was at least as effective as @DRUG$ 20 mg / d for lowering blood pressure in patients with mild to moderate hypertension.	1
0	This effect was potentiated by @DRUG$, both systematically administered (5 mg/kg i.p.) and locally applied (1.4 microM), but not by mecamylamine (4 mg/kg i.@DRUG$.).	This effect was potentiated by @DRUG$ , both consistently administered ( little phoebe mg / kg i.p. ) and locally applied ( 1.4 microM ) , but not by mecamylamine ( four mg / kg i.@DRUG$ . ) .	This effect was potentiated by kg ) both systematically administered ( 5 mg / kg i.p. , and locally applied ( 1.4 microM ) . but not by mecamylamine ( 4 mg / @DRUG$ i.@DRUG$ , ) .	This effect was potentiated by @DRUG$ , both systematically administered ( 5 mg / kg i.p. ) and locally applied ( 1.4 ) , but not by mecamylamine 4 / kg i.@DRUG$ . ) .	@DRUG$ potentiates the effects of @DRUG$, both when it is administered systemically (by injection) and when it is applied locally (directly to the brain).	0
0	On the other hand, rosuvastatin combination treatment with fenofibrate, ezetimibe, @DRUG$-fatty acids, antifungal azoles, rifampin (rifampicin), or clopidogrel seems to be safe, @DRUG$ there is no evidence to support any pharmacokinetic or pharmacodynamic interaction of rosuvastatin with any of these drugs.	along the other pass , rosuvastatin combination treatment with fenofibrate , ezetimibe , @DRUG$ - fatty acids , fungicide azoles , rifadin ( rifampicin ) , or clopidogrel seems to be safe , @DRUG$ there is no evidence to support any pharmacokinetic or pharmacodynamic interaction of rosuvastatin with any of these drug .	On the other hand of rosuvastatin support treatment with fenofibrate , ezetimibe , @DRUG$ - fatty acids rosuvastatin antifungal azoles , , ( rifampicin ) , or clopidogrel seems to be safe rifampin @DRUG$ there is no evidence to interaction any pharmacokinetic or pharmacodynamic combination , , with any of these drugs .	On the other hand , combination treatment with fenofibrate , ezetimibe @DRUG$ - fatty acids , antifungal , ( rifampicin ) , or clopidogrel seems to be safe , @DRUG$ is no evidence to support any pharmacokinetic or pharmacodynamic interaction of rosuvastatin with any of these drugs .	On the other hand, it seems that rosuvastatin combination treatment with fenofibrate, ezetimibe, fatty acids, antifungal azoles, rifampin (rifampicin), or clopidogrel is safe, but there	1
0	@DRUG$ residue in @DRUG$--a case of reverse metabolism.	@DRUG$ residue in @DRUG$ -- a lawsuit of reverse metabolism .	@DRUG$ residue in @DRUG$ -- a case reverse of metabolism .	@DRUG$ residue in @DRUG$ -- a case of reverse metabolism .	@DRUG$ is converted to @DRUG$ in the body.	0
1	PROCEDURES: Cats were given saline (0.9% NaCl) solution followed by romifidine alone (100 microg/kg [45.4 microg/lb], i.m.), saline solution followed by a combination of romifidine (40 microg/kg [18.1 microg/lb], i.m.) and butorphanol (0.2 @DRUG$/kg [0.09 mg/lb], i.m.), or atropine (0.04 mg/kg [0.02 mg/lb], s.c.) followed by romifidine (40 microg/kg, i.m.) and @DRUG$ (0.2 mg/kg, i.m.).	subprogram : Cats were afford saline solution ( 0.9 % NaCl ) root followed by romifidine alone ( century microg / kilogram [ 45.4 microg / pound ] , i.m. ) , saline solution root followed by a combining of romifidine ( xl microg / kilogram [ 18.1 microg / pound ] , i.m. ) and butorphanol ( 0.2 @DRUG$ / kilogram [ 0.09 atomic number  / pound ] , i.m. ) , or atropine ( 0.04 atomic number  / kilogram [ 0.02 atomic number  / pound ] , s.c. ) followed by romifidine ( xl microg / kilogram , i.m. ) and @DRUG$ ( 0.2 atomic number  / kilogram , i.m. ) .	PROCEDURES : Cats were given saline ( 0.9 % NaCl ) solution followed kg romifidine saline ( 100 microg / mg [ 45.4 microg / lb ] , i.m. / ( alone solution followed by a combination of romifidine ( 40 microg / kg [ 18.1 microg ) lb ] , i.m. ) and butorphanol by mg @DRUG$ / kg [ ] ] / by , , i.m. ) , or atropine ( 0.04 0.2 / kg [ 0.02 mg / lb 0.09 , s.c. ) followed lb romifidine ( 40 microg / kg , i.m. ) and @DRUG$ ( 0.2 mg / kg , i.m. ) .	PROCEDURES : Cats were given saline ( % NaCl ) solution followed by romifidine alone ( 100 microg / kg [ 45.4 / lb ] , i.m. ) , saline solution followed by a combination of romifidine ( 40 microg kg [ 18.1 microg / lb , i.m. ) butorphanol ( 0.2 @DRUG$ / kg [ 0.09 mg lb , i.m. ) , or atropine ( 0.04 mg / kg mg / lb ] s.c. ) followed by romifidine ( 40 microg / kg , ) and @DRUG$ ( 0.2 mg / kg , )	Cats were given saline ( 0.9 % NaCl ) solution followed by romifidine alone ( 100 microg / kg [ 45.4 microg / lb ] , i.m. ) , saline solution followed by a combination of romifidine ( 40 microg / kg [ 18	1
1	Although @DRUG$ is considered to be nonaddictive, it has been reported to reduce @DRUG$ tolerance in rats and to be useful in helping addicted subjects to withdraw from heroin.	Although @DRUG$ is considered to be nonaddictive , it has been reported to reduce @DRUG$ tolerance in rats and to be utile in helping addict theme to withdraw from heroin .	Although @DRUG$ is considered to be heroin to it has been reported , reduce @DRUG$ tolerance in useful and to be rats in helping addicted subjects to withdraw from nonaddictive .	Although @DRUG$ is considered to be nonaddictive it been reported to reduce @DRUG$ tolerance in rats and to be useful in helping addicted subjects to withdraw from heroin .	Although @DRUG$ is not addictive, it has been shown to help reduce tolerance to @DRUG$ in rats, and it may also be useful in helping addicted subjects to withdraw from heroin.	0
1	@DRUG$ was effective in patients harboring BCR-ABL mutations associated with @DRUG$ resistance (except T315I), and also in patients with a resistance mechanism independent of BCR-ABL mutations.	@DRUG$ was effective in patients harboring BCR - ABL mutations associated with @DRUG$ resistance ( exclude T315I ) , and as well in patients with a resistance mechanism fencesitter of BCR - ABL mutations .	@DRUG$ was effective in patients harboring BCR - ABL mutations associated with @DRUG$ resistance ( except patients ) , and also in T315I mechanism a resistance of independent with BCR - ABL mutations .	@DRUG$ was effective in patients harboring - ABL mutations associated with @DRUG$ resistance ( except T315I ) , and also patients with a resistance mechanism independent of BCR - mutations .	@DRUG$ was effective in patients harboring BCR - ABL mutations associated with @DRUG$ resistance ( except T315I ) , and also in patients with a resistance mechanism independent of BCR - ABL mutations .	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, @DRUG$, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, @DRUG$, and tolmetin in urine samples.	This method acting allowed the detection of curative tightness of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic elvis , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic elvis , ansaid , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , @DRUG$ , mefenamic elvis , mofebutazone , naprosyn , niflumic elvis , butazolidin , suxibuzone , tiaprofenic elvis , @DRUG$ , and tolmetin in urine samples .	This method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen diflunisal paracetamol ) , acetylsalicylic acid , diclofenac , ( , etodolac , fenbufen , fenoprofen , flufenamic acid , flurbiprofen mofebutazone ibuprofen , indometacin , , , ketoprofen kebuzone , , @DRUG$ , mefenamic acid , , , naproxen niflumic phenylbutazone acid , , lonazolac suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in urine samples .	This allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , @DRUG$ , mefenamic acid , mofebutazone , naproxen , acid , phenylbutazone , suxibuzone , tiaprofenic acid , @DRUG$ , and in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	The EC50 values were 1.2 and 1.4 microM, in the absence and presence of CBD, indicating that @DRUG$ acts @DRUG$ a noncompetitive antagonist of 5-HT3 receptors.	The EC50 values were 1.2 and 1.4 microM , in the absence and mien of CBD , indicating that @DRUG$ acts @DRUG$ a noncompetitive antagonist of quintuplet - HT3 sense organ .	The EC50 values were 1.2 and 1.4 , microM in the absence and presence of CBD , indicating that @DRUG$ acts @DRUG$ a noncompetitive antagonist 5 receptors - HT3 of .	The EC50 were 1.2 and 1.4 microM , in the absence and presence of CBD , indicating @DRUG$ acts @DRUG$ a noncompetitive antagonist of 5 HT3 receptors .	@DRUG$ is a noncompetitive antagonist of 5 - HT3 receptors.	1
0	Identification of the phenothiazine antihistamines alimemazine, dimetotiazine, isothipendyl, mequitazine, @DRUG$, promethazine, @DRUG$, triflupromazine and their metabolites in urine is described.	Identification of the phenothiazine antihistamines alimemazine , dimetotiazine , isothipendyl , mequitazine , @DRUG$ , phenergan , @DRUG$ , triflupromazine and their metabolites in urine is identify .	Identification , the phenothiazine antihistamines alimemazine , dimetotiazine , isothipendyl in mequitazine , @DRUG$ , promethazine , @DRUG$ , triflupromazine and their metabolites of urine is described .	of phenothiazine antihistamines alimemazine , dimetotiazine , , , @DRUG$ , promethazine , @DRUG$ , triflupromazine and metabolites in urine is described .	The phenothiazine antihistamines alimemazine, dimetotiazine, isothipendyl, mequitazine, @DRUG$, promethazine, @DRUG$, triflupromazine and their metabolites can be identified in urine.	0
0	Even when @DRUG$ was present in the diet at the National Research Council (NRC) requirement (5.4 mmol/kg diet), supplementary myo-inositol decreased further liver @DRUG$ levels below the levels achievable with choline alone.	still when @DRUG$ was present in the diet at the National enquiry Council ( NRC ) requirement ( 5.4 mmol / kg diet ) , auxiliary myo-inositol decreased further liver colored @DRUG$ levels below the levels achievable with choline alone .	Even when @DRUG$ was present in the alone achievable the National Research Council ( NRC ) requirement ( 5.4 mmol / kg diet ) , supplementary myo-inositol decreased further liver @DRUG$ levels below the levels at with choline diet .	Even when @DRUG$ was present in the diet at the National Research Council ( NRC ) requirement ( 5.4 mmol / diet ) , supplementary myo-inositol decreased liver @DRUG$ levels below the levels with choline alone .	Supplementary myo-inositol decreased further liver @DRUG$ levels below the levels achievable with choline alone.	1
0	The approved dosing of lapatinib is 1,250 mg PO QD given continuously in combination with capecitabine 2,000 @DRUG$/@DRUG$(2) daily administered in 2 divided doses on days 1 to 14 of a 21-day cycle.	The approved dosing of lapatinib is 1,250 milligram PO QD have continuously in compounding with capecitabine 2,000 @DRUG$ / @DRUG$ ( 2 ) daily administered in 2 divided doses on days 1 to 14 of a 21 - day bike .	on approved of of lapatinib is 1,250 mg PO QD given continuously in dosing ) capecitabine 2,000 @DRUG$ / @DRUG$ ( 2 with daily administered in 2 divided doses The days 1 to 14 combination a 21 - day cycle .	The approved dosing of lapatinib is mg QD given continuously combination with capecitabine 2,000 @DRUG$ @DRUG$ ( 2 ) daily administered in divided doses on days 1 to 14 of a 21 - day cycle .	The approved dosing of lapatinib is 1,250 mg PO QD given continuously in combination with capecitabine 2,000 mg / day administered in 2 divided doses on days 1 to 14 of a 21 - day cycle .	1
0	The aim of this study was to determine the impact of 17beta-@DRUG$, @DRUG$, raloxifene and ICI 182 780 on the cell proliferation of six uterine cancer cell lines: HeLa, HEC-1-A, KLE, RL-95-2, Ishikawa and EN-1078D.	The take of this subject was to determine the shock of 17beta - @DRUG$ , @DRUG$ , raloxifene and ICI 182 780 on the cell proliferation of  uterine cancer cell lines : HeLa , HEC -1-A , KLE , RL -95 - 2 , Ishikawa and en - 1078D .	The aim -95 to study was this determine the impact of 17beta - @DRUG$ , @DRUG$ , raloxifene and ICI 182 780 on the cell proliferation of six uterine HeLa , , : cancer , HEC -1-A lines KLE cell RL of - 2 , Ishikawa and EN - 1078D .	The aim of this study was to determine the impact of 17beta @DRUG$ , @DRUG$ , raloxifene and ICI 182 780 on the cell proliferation of six uterine cancer cell lines : HeLa , HEC -1-A , KLE , RL - 2 , Ishikawa and EN - 1078D .	The study found that 17beta - @DRUG$ and @DRUG$ had different effects on the cell proliferation of uterine cancer cells lines. 17beta - DRUGA appeared to be more effective than DRUGB in inhibiting cell proliferation.	0
0	The beta-lactam antibiotics ampicillin, amoxicillin, cephalexin and cefadroxil, the antineoplastics delta-@DRUG$ (delta-@DRUG$) and bestatin, and the neuropeptide N-acetyl-Asp-Glu (NAAG), were transported, as judged by their ability to evoke inward currents.	The beta-lactam antibiotics sk ampicillin , trimox , cephalexin and cefadroxil , the antineoplastics delta-@DRUG$ ( delta - @DRUG$ ) and bestatin , and the neuropeptide N-acetyl - Asp - Glu ( NAAG ) , were transported , as approximate by their ability to evoke inwards currents .	The beta-lactam antibiotics ampicillin , amoxicillin , cephalexin and cefadroxil , the antineoplastics and transported delta N-acetyl @DRUG$ ) delta-@DRUG$ bestatin , and the neuropeptide - - Asp - , ( NAAG ) Glu were ( , as judged by their ability to evoke inward currents .	The beta-lactam ampicillin amoxicillin , cephalexin and cefadroxil , the delta-@DRUG$ ( delta - @DRUG$ ) and bestatin , and the neuropeptide N-acetyl - Asp - Glu ( NAAG , were transported , as judged by their ability to evoke inward currents .	The beta-lactam antibiotics ampicillin , amoxicillin , cephalexin and cefadroxil , the antineoplastics delta-@DRUG$ ( delta - @DRUG$ ) and bestatin , and the neuropeptide N-acetyl -	0
0	@DRUG$ /Ritonavir, Nucleoside analogues, Neuraminidase inhibitors, Remdesivir, peptide (EK1), abidol, RNA synthesis inhibitors (such @DRUG$ TDF, 3TC), anti-inflammatory drugs (such as hormones and other molecules), Chinese traditional medicine, such ShuFengJieDu Capsules and Lianhuaqingwen Capsule, could be the drug treatment options for 2019-nCoV.	@DRUG$ / norvir , Nucleoside analog , Neuraminidase inhibitors , Remdesivir , peptide ( EK1 ) , abidol , RNA synthesis inhibitors ( such @DRUG$ TDF , 3TC ) , anti-inflammatory drugs ( such as hormones and other atom ) , Chinese traditional medicament , such ShuFengJieDu Capsules and Lianhuaqingwen capsulize , could be the drug discourse options for 2019 - nCoV .	@DRUG$ / Ritonavir , peptide analogues , Neuraminidase inhibitors RNA Remdesivir , , ( EK1 ) , synthesis , , abidol inhibitors ( such @DRUG$ TDF , 3TC ) , anti-inflammatory drugs ( such as hormones and other molecules , Nucleoside Chinese traditional medicine ) such ShuFengJieDu Capsules and Lianhuaqingwen Capsule , could be the drug treatment options for 2019 - nCoV .	@DRUG$ / Ritonavir , , Neuraminidase inhibitors , , peptide ( EK1 ) , abidol , RNA synthesis inhibitors ( such @DRUG$ TDF , 3TC ) , anti-inflammatory drugs ( such as hormones and other molecules ) , Chinese medicine such ShuFengJieDu Capsules Lianhuaqingwen Capsule could be the drug treatment options for 2019 - nCoV .	@DRUG$ is a drug that could be used to treat 2019-nCoV, and @DRUG$ is a drug that could be used to treat HIV.	0
0	This suggests that synthetic enzymes of SOD such @DRUG$ @DRUG$, offer a novel therapeutic approach for the treatment of ischaemic heart disease where superoxide anion plays a dominant role.	This suggests that synthetic enzymes of SOD such @DRUG$ @DRUG$ , offer a novel therapeutic approach for the discourse of ischemic heart disease where superoxide anion playing period a dominant role .	This suggests that synthetic enzymes where SOD such @DRUG$ @DRUG$ , offer of novel therapeutic approach for the treatment of disease heart ischaemic a superoxide anion plays a dominant role .	This suggests that enzymes of such @DRUG$ @DRUG$ , offer a novel therapeutic approach for the treatment of ischaemic disease where superoxide anion plays a dominant role .	@DRUG$ and @DRUG$ are two synthetic enzymes that offer a novel therapeutic approach for the treatment of ischaemic heart disease.	0
0	To evaluate the feasibility of @DRUG$ @DRUG$ a clinical therapy, 20 patients with severe emphysema were enrolled into a randomized, double-blind, placebo-controlled pilot study.	To pass judgment the feasibility of @DRUG$ @DRUG$ a clinical therapy , 20 patients with severe emphysema were enrol into a randomised , double - blind , placebo- controlled pilot study .	To evaluate the feasibility , @DRUG$ @DRUG$ a clinical blind , 20 patients with severe emphysema were enrolled into a randomized , study - therapy of placebo- controlled pilot double .	To evaluate the feasibility of @DRUG$ @DRUG$ a clinical therapy , 20 patients with severe emphysema were enrolled into randomized , double - blind , placebo- controlled pilot study .	A clinical study was conducted to evaluate the feasibility of using @DRUG$ as a therapy for patients with severe emphysema. Twenty patients were enrolled in the study, and they were randomly assigned to receive either DRUGA or a placebo.	1
1	In healthy adult subjects, coadministration of 25-@DRUG$ intravenous temsirolimus with rifampin had no significant effect on temsirolimus C(max) and AUC but decreased @DRUG$ C(max) and AUC by 65% and 56%, respectively.	indium healthy adult discipline , coadministration of 25 - @DRUG$ endovenous temsirolimus with rifampin had no significant effect on temsirolimus C(max ) and AUC but decreased @DRUG$ C(max ) and AUC by lxv % and 56 % , respectively .	In healthy adult subjects , coadministration of 25 - @DRUG$ and temsirolimus with rifampin had no but effect on 56 significant ) and AUC C(max decreased @DRUG$ C(max ) intravenous AUC by 65 % and temsirolimus % , respectively .	In healthy adult subjects , coadministration of 25 - @DRUG$ intravenous temsirolimus with rifampin had no significant effect on temsirolimus ) AUC but decreased @DRUG$ ) and AUC by 65 % and 56 , respectively .	In healthy adult subjects, coadministration of 25-@DRUG$ intravenous temsirolimus with rifampin had no significant effect on temsirolimus C(max) and AUC but decreased @DRUG$ C(max) and AUC by 65% and 56	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 @DRUG$/@DRUG$ plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	In comparative trial in the direction of high blood pressure , the combination of mavik 1 or ii mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the compounding of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 @DRUG$ / @DRUG$ plus HCTZ 25 mg /d , zestril 20 mg / d plus HCTZ 12.5 mg /d , and lopressor 100 mg / d plus HCTZ 12.5 mg/d .	In comparative trials in the management of hypertension , the or of trandolapril 1 or 2 lisinopril or and verapamil ER 180 mg /d was /d indistinguishable from or superior to the 12.5 of atenolol , combination 100 mg /d plus chlorthalidone 12.5 /d 25 statistically mg , captopril 50 @DRUG$ / @DRUG$ plus HCTZ 25 mg /d mg/d mg 20 mg / d plus HCTZ 12.5 mg /d , and metoprolol 100 mg / d plus HCTZ combinations 50 .	comparative trials in the management of hypertension , the combination of trandolapril 1 or 2 mg verapamil ER 180 mg /d was statistically indistinguishable from or superior to the of 50 100 /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 @DRUG$ @DRUG$ plus HCTZ 25 mg /d , lisinopril 20 mg d plus HCTZ 12.5 /d , and metoprolol 100 mg / d plus HCTZ 12.5 mg/d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	They received no supplements for the first 8 d and then received either 7.5 g/@DRUG$ DHA oil (3 g DHA/d) or @DRUG$ oil (placebo) for the last 90 d. Blood samples were collected from fasting men on study days -7, 0, 45, 84, and 91.	They received no supplements for the first octonary d and then received either 7.5 g/@DRUG$ DHA oil ( trey g DHA / d ) or @DRUG$ oil ( placebo ) for the last ninety d. Blood samples were self collected from fasting humankind on study days - 7 , 0 , 45 , 84 , and 91 .	d received no for for Blood ( 8 d , then received either 7.5 g/@DRUG$ DHA oil first 3 g DHA / They ) or @DRUG$ oil ( placebo ) supplements the last 90 d. the samples were collected from fasting men on study days - 7 and 0 , 45 , 84 , and 91 .	They received no supplements for the first 8 d and then received either 7.5 g/@DRUG$ DHA oil ( 3 g DHA / d ) or @DRUG$ ( placebo ) for the last 90 d. Blood samples were from fasting men on study days 7 , 0 , 45 , and 91 .	They received no supplements for the first 8 d and then received either 7.5 g/@DRUG$ DHA oil ( 3 g DHA / d ) or @DRUG$ oil ( placebo ) for the last 90 d."In other words, the participants in the study received no supplements	0
0	In the second one, another 6 male and 6 female subjects received 25 @DRUG$ and 50 mg of dexketoprofen by the i.@DRUG$. route.	In the second one , another 6 male and 6 distaff subjects received 25 @DRUG$ and l mg of dexketoprofen by the i.@DRUG$ . route .	In the second route , another 6 received and 6 female subjects male 25 @DRUG$ and 50 mg of dexketoprofen by the i.@DRUG$ . one .	In the second one , another 6 male and 6 subjects received 25 @DRUG$ and 50 mg of dexketoprofen by the i.@DRUG$ . route .	In the second one , another 6 male and 6 female subjects received 25 @DRUG$ and 50 mg of dexketoprofen by the i.@DRUG$ . route ."In other words, the subjects in the second study received 25 DRUGA and 50 mg of dexketop	0
0	Combination therapy with capecitabine 1,250 @DRUG$/@DRUG$(2) twice daily for 2 weeks of every 3-week cycle plus intravenous docetaxel 75 mg/m(2) on day one of each cycle was superior to intravenous monotherapy with docetaxel 100 mg/m(2) on day one of each cycle.	combination therapy with capecitabine 1,250 @DRUG$ / @DRUG$ ( 2 ) twice daily for 2 calendar week of every 3 - week cycle plus intravenous docetaxel seventy five mg / m ( 2 ) on day one of each cycle was lake superior to intravenous monotherapy with docetaxel c mg / m ( 2 ) on day one of each cycle .	2 therapy with capecitabine 1,250 @DRUG$ / @DRUG$ ( 2 intravenous twice daily for 2 weeks of every 3 - week cycle plus ) docetaxel 75 mg / m ( 2 ) on day one ) each cycle was docetaxel to intravenous monotherapy with superior 100 mg / m ( Combination of on day one of each cycle .	therapy with 1,250 @DRUG$ / @DRUG$ ( ) twice daily 2 weeks of every 3 - week cycle plus intravenous docetaxel 75 mg / m ( 2 ) on day one of each cycle was superior to intravenous monotherapy with docetaxel 100 mg / m ( 2 ) day one of each cycle .	Combination therapy with capecitabine 1,250 @DRUG$ / @DRUG$ ( 2 ) twice daily for 2 weeks of every 3 - week cycle plus intravenous docetaxel 75 mg / m ( 2 ) on day one of each cycle was superior to intravenous monotherapy with	0
0	Intravenous trabectedin administered once every 3 weeks is approved as monotherapy in Europe for use in patients with advanced soft tissue sarcoma (@DRUG$) after failure of standard therapy with anthracyclines or @DRUG$, or who are unsuited to receive these agents.	intravenous trabectedin administered once every 3 weeks is approved as monotherapy in common market for use in patients with advanced soft tissue paper sarcoma ( @DRUG$ ) after failure of standard therapy with anthracyclines or @DRUG$ , or who are unsuited to take in these agents .	Intravenous trabectedin in once every 3 tissue is approved as monotherapy administered Europe for use in patients with advanced soft , sarcoma ( @DRUG$ weeks after failure of standard therapy with anthracyclines or @DRUG$ ) or who are unsuited to receive these agents .	Intravenous trabectedin once every weeks is approved in Europe use in patients with advanced soft tissue sarcoma ( @DRUG$ ) after failure of standard therapy with anthracyclines or @DRUG$ , or who unsuited to receive these .	Intravenous trabectedin administered once every 3 weeks is approved as monotherapy in Europe for use in patients with advanced soft tissue sarcoma ( @DRUG$ ) after failure of standard therapy with anthracyclines or @DRUG$ , or who are unsuited to receive these	0
0	@DRUG$ infusion increases @DRUG$ disposal in type 2 diabetic patients.	@DRUG$ infusion increases @DRUG$ disposal in eccentric 2 diabetic patients .	@DRUG$ infusion increases @DRUG$ disposal type in 2 diabetic patients .	@DRUG$ infusion increases @DRUG$ disposal in type 2 diabetic patients .	When @DRUG$ is given to patients with type 2 diabetes, it increases the amount of @DRUG$ that is eliminated from their bodies.	0
0	A toxicologic and dermatologic assessment of related esters and alcohols of cinnamic acid and cinnamyl @DRUG$ when used @DRUG$ fragrance ingredients.	A toxicological and dermatologic assessment of related esters and alcohols of cinnamic acid and cinnamyl @DRUG$ when used @DRUG$ bouquet ingredients .	A alcohols and dermatologic assessment of related esters and toxicologic cinnamyl cinnamic acid and of @DRUG$ when used @DRUG$ fragrance ingredients .	A toxicologic and dermatologic assessment of esters and alcohols of acid and cinnamyl @DRUG$ when used @DRUG$ ingredients .	The toxicity and effects of cinnamic acid and cinnamyl alcohol when used as ingredients in fragrances.	1
0	@DRUG$ ovulation induction in women with @DRUG$-resistant WHO group II anovulation, follitropin alpha produces rates of ovulation, follicular development and pregnancy resembling those seen with urofollitropin or highly purified urofollitropin.	@DRUG$ ovulation induction in women with @DRUG$ - resistant WHO group II anovulation , follitropin alpha produces betray of ovulation , follicular development and pregnancy resemble those seen with urofollitropin or highly distill urofollitropin .	@DRUG$ ovulation induction in women with @DRUG$ - resistant WHO group II anovulation and follitropin alpha produces those resembling ovulation , follicular development , pregnancy of rates seen with urofollitropin or highly purified urofollitropin .	@DRUG$ ovulation induction women @DRUG$ - resistant WHO group II anovulation , follitropin alpha produces rates , follicular development and pregnancy resembling those seen with urofollitropin highly purified urofollitropin .	@DRUG$ is a drug that is used to induce ovulation in women who are resistant to the drug @DRUG$. Follitropin alpha is a drug that is similar to urofollitropin, which is a drug that is used to induce ovulation.	0
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, @DRUG$ mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzocaine, p-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and @DRUG$.	During the same period of take , there were significant decreases in positivity rat to neomycin , fragrance mix I , methanal , @DRUG$ mix , cinnamic aldehyde , propene glycol , epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , ethyl aminobenzoate , p-tert- butylphenol methanal resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide methanal resin , budesonide , propagate blue sky 106 , mercapto mix , and @DRUG$ .	propylene the same positivity of study , there were significant decreases in period rates to neomycin , fragrance mix I , formaldehyde , @DRUG$ mix , dimethylol aldehyde , During glycol , , resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol formaldehyde mercapto resin , dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide epoxy disperse blue 106 , cinnamic mix , and @DRUG$ .	During same period of study , there were significant decreases in positivity to neomycin , fragrance mix I , formaldehyde , @DRUG$ mix , cinnamic aldehyde propylene , epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine , butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , , , tosylamide formaldehyde resin , budesonide , disperse blue 106 , mercapto mix , and @DRUG$ .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, @DRUG$ mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzoc	1
1	A review of halothane, @DRUG$ and @DRUG$.	A brush up of halothane , @DRUG$ and @DRUG$ .	, review of halothane A @DRUG$ and @DRUG$ .	of halothane , @DRUG$ and @DRUG$ .	Halothane is a review of @DRUG$ and @DRUG$.	0
0	Study objectives included determination of the maximum tolerated dose (MTD) and dose-limiting toxicity (DLT) under normal and mildly hypoxic conditions, and following @DRUG$-administration with steady-state @DRUG$, assessment of nitrite pharmacokinetics, and evaluation of the fraction exhaled nitric oxide (FENO) and concentrations of iron-nitrosyl hemoglobin (Hb(Fe)-NO) and S-nitrosothiols (R-SNO) as biomarkers of local and systemic NO exposure, respectively.	canvas objective included determination of the upper limit abide dose ( MTD ) and dose-limiting perniciousness ( DLT ) under normal and mildly hypoxic conditions , and following @DRUG$ - administration with steady - state @DRUG$ , appraisal of nitrite pharmacokinetics , and evaluation of the divide exhaled nitric oxide ( FENO ) and concentrations of iron-nitrosyl hemoglobin ( Hb ( Fe ) - atomic number  ) and S-nitrosothiols ( R- SNO ) as biomarkers of local and systemic atomic number  exposure , respectively .	Study - included determination of the maximum and dose SNO MTD ) and dose-limiting nitrite ( DLT ) under normal and mildly hypoxic conditions , and concentrations @DRUG$ - administration with steady - state @DRUG$ , assessment of toxicity pharmacokinetics , and evaluation of the fraction exhaled nitric oxide ( FENO hemoglobin and following as iron-nitrosyl ) ( Hb ( Fe ) objectives NO ) and S-nitrosothiols ( R- of ) ( biomarkers of local tolerated systemic NO exposure , respectively .	Study objectives included determination of the maximum tolerated dose ( MTD ) and dose-limiting toxicity ( ) under normal and mildly hypoxic conditions , and following @DRUG$ - administration with steady - state @DRUG$ , assessment of nitrite pharmacokinetics , and the nitric oxide ( FENO ) and of iron-nitrosyl hemoglobin ( ( Fe ) - NO ) and S-nitrosothiols ( R- SNO ) as biomarkers of local NO exposure , respectively .	The study objectives were to determine the maximum tolerated dose (MTD) and dose-limiting toxicity (DLT) of @DRUG$ under normal and mildly hypoxic conditions, and following administration of DRUGA with steady-state @DRUG$. The study also assessed nitrite pharmacokinetics	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol @DRUG$ 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, @DRUG$-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially usable oral and injectable solution formulation reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerol , N-methyl - deuce - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor alt , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol @DRUG$ 1000 succinate , polysorbate  , polysorbate 80 , Solutol HS xv , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty blistering ester of PEG 300 , 400 , or 1750 ) , water - indissoluble lipoid ( caster anoint , maize anoint , cottonseed anoint , olive anoint , peanut anoint , peppermint candy anoint , safflower anoint , benny anoint , soybean anoint , hydrogenate vegetable petroleum , hydrogenate soybean anoint , and medium- chain triglycerides of coconut anoint and ribbon sow anoint ) , organic liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic blistering , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenate soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review various commercially available oral and injectable solution , reveals that the solubilizing excipients include water , soluble organic solvents ( polyethylene glycol 300 , polyethylene , 400 , RH organic dimethylacetamide glycol , glycerin , N-methyl dimethylsulfoxide 2 - pyrrolidone , propylene , and - ) , non-ionic surfactants Labrafil Cremophor EL , Cremophor ethanol 40 , Cremophor RH 60 , d-alpha-tocopherol @DRUG$ 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS - - sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS hydrogenated ( M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , of mono- and di-fatty acid sesame of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( peanut oil glycol corn oil , cottonseed oil , olive oil , castor oil , peppermint oil , safflower oil , esters oil , soybean oil formulations hydrogenated vegetable ) , ) soybean oil , and medium- chain triglycerides ( coconut oil and palm seed oil ) , , liquids / semi-solids ( beeswax , @DRUG$ 15 alpha-tocopherol , oleic acid , medium- chain mono- and alpha-cyclodextrin oils , and cyclodextrins ( diglycerides , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids of , hydrogenated phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol soy .	A review of commercially available oral and solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 Cremophor RH 60 d-alpha-tocopherol @DRUG$ 1000 succinate , polysorbate , polysorbate 80 , Solutol HS 15 sorbitan monooleate , poloxamer 407 , Labrafil , Labrafil M-2125CS , , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids castor oil , corn oil , oil , olive oil , peanut oil , peppermint , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	The mean clearance of amoxicillin was 10.0 L/h and the mean volume of distribution was 27.4 L. For clavulanic acid, the mean clearance was 6.8 L/h and the mean volume of distribution was 19.2 @DRUG$. Dosing simulations for @DRUG$ supported the use of standard dosing regimens (30 min infusion of 1 g four-times daily or 2 g three-times daily) for most patients when using a target MIC of 8 mg/L and a pharmacodynamic target of 50% fT>MIC, except for those with a creatinine clearance >190 mL/min.	The mean headroom of amoxicillin was 10.0 L/h and the mean volume of distribution was 27.4 L. For clavulanic acid , the mean headroom was 6.8 L/h and the mean volume of distribution was 19.2 @DRUG$ . drug simulations for @DRUG$ hold the use of stock dose regimens ( 30 min extract of 1 g four-times daily or two g three - times daily ) for most patient when using a target MIC of 8 mg / litre and a pharmacodynamic target of 50 % fT >MIC , demur for those with a creatinine headroom > 190 mL / min .	The mean clearance of amoxicillin clearance 10.0 L/h and the mean volume of distribution was daily L. For clavulanic acid , the mean was was 6.8 L/h and . mean volume of pharmacodynamic was 19.2 @DRUG$ the Dosing 27.4 for @DRUG$ supported the use of distribution dosing regimens ( 30 min target of 1 g four-times daily a 2 g three - times simulations ) for most patients when using a 50 MIC of fT mg / L and or standard target of infusion % 8 >MIC , except for those with a creatinine clearance > 190 mL / min .	The mean clearance of amoxicillin was 10.0 L/h and the mean of distribution was 27.4 L. For clavulanic acid , the mean clearance was 6.8 L/h and the mean volume of distribution was 19.2 @DRUG$ . Dosing simulations for @DRUG$ supported the use of standard dosing regimens ( 30 infusion of 1 g four-times daily or 2 g three - times daily ) for most patients when using a target MIC of 8 mg / L and a target of 50 fT >MIC , except for a creatinine clearance > 190 mL / min .	The mean clearance of amoxicillin was 10.0 L/h and the mean volume of distribution was 27.4 L. For clavulanic acid , the mean clearance was 6.8 L/h and the mean volume of distribution was 19.2 L. Dosing simulations for DR	1
0	At doses tested in a population of healthy volunteers, @DRUG$ acted @DRUG$ a selective 5-HT reuptake inhibitor, having no clear effect on the NE reuptake process.	At doses tested in a population of sound volunteers , @DRUG$ acted @DRUG$ a selective v - HT reuptake inhibitor , having no pull in effect on the NE reuptake process .	At doses tested healthy selective population of in volunteers , @DRUG$ acted @DRUG$ a a 5 - HT reuptake inhibitor , having no the effect on clear NE reuptake process .	At doses tested in a of healthy volunteers , @DRUG$ acted @DRUG$ a selective 5 - HT reuptake inhibitor , having no clear effect on NE reuptake process .	At doses tested in a population of healthy volunteers, @DRUG$ acted as a selective 5-HT reuptake inhibitor, having no clear effect on the NE reuptake process.	1
0	@DRUG$, a complex of equimolar amounts of insulin-like growth factor (IGF)-I and its binding protein IGFBP-3, has been approved by the U.S. Food and Drug Administration for treatment of severe primary IGF deficiency or for patients with @DRUG$ gene deletion who have developed neutralizing antibodies to growth hormone.	@DRUG$ , a complex of equimolar amounts of insulin-like emergence factor ( IGF ) - i and its binding protein IGFBP -3 , has been approved by the U.S. Food and dose governing for treatment of severe primary IGF deficiency or for patients with @DRUG$ gene deletion who have developed neutralizing antibodies to emergence internal secretion .	@DRUG$ , a complex insulin-like equimolar amounts of of growth factor ( IGF ) - I and its binding , IGFBP -3 protein has been approved by the U.S. Food and Drug gene for treatment of severe primary IGF deficiency or for patients with @DRUG$ Administration deletion who have developed neutralizing antibodies to growth hormone .	@DRUG$ a of equimolar amounts insulin-like growth factor ( IGF ) - I and its binding protein IGFBP -3 , has been approved by the U.S. Food and Drug Administration for treatment of severe primary IGF deficiency or for patients with @DRUG$ deletion who have developed neutralizing antibodies to growth .	@DRUG$ is a complex of equimolar amounts of insulin-like growth factor ( IGF ) - I and its binding protein IGFBP -3 . It has been approved by the U.S. Food and Drug Administration for treatment of severe primary IGF deficiency or for patients with @DRUG$ gene	0
1	Conjugated ethynyl and endogenous steroids in plasma and urine from two women taking an oral contraceptive (Conlumin) containing 1 @DRUG$ norethindrone and 50 micrograms @DRUG$ have been analyzed by methods based on anion and ligand exchange chromatography and gas chromatography-mass spectrometry.	Conjugated ethynyl and endogenous steroids in plasma and urine from two women taking an oral contraceptive ( Conlumin ) containing unity @DRUG$ norethindrone and 50 mcg @DRUG$ have been analyzed by methods base on anion and ligand exchange chromatography and natural gas chromatography - mass spectrometry .	and ethynyl and endogenous steroids in plasma two urine from Conjugated women taking an oral contraceptive ( Conlumin ) containing 1 @DRUG$ norethindrone and 50 micrograms @DRUG$ been mass analyzed by methods based on anion and ligand exchange chromatography and gas chromatography - have spectrometry .	Conjugated ethynyl and endogenous steroids in and urine from two women an oral contraceptive ( Conlumin ) containing 1 @DRUG$ norethindrone and micrograms @DRUG$ have been analyzed by methods based on anion and ligand exchange chromatography and gas chromatography - mass spectrometry .	The two women taking the oral contraceptive had their plasma and urine analyzed to determine the levels of conjugated ethynyl and endogenous steroids. The results were based on anion and ligand exchange chromatography and gas chromatography - mass spectrometry.	1
0	FYX-051 was metabolized to its N(1)- and N(2)-glucuronide forms by HLMs, and their @DRUG$(@DRUG$) values were 64.1 and 72.7 microM, respectively; however, FYX-051 was scarcely metabolized to its glucuronides by HIMs.	FYX - 051 was metabolise to its N ( 1 ) - and N ( 2 ) - glucuronide pattern by HLMs , and their @DRUG$ ( @DRUG$ ) values were 64.1 and 72.7 microM , severally ; nevertheless , FYX - 051 was hardly metabolise to its glucuronides by HIMs .	FYX - 051 - metabolized to scarcely its ( 1 ) was and N ( 2 ) - , forms by HLMs , and their @DRUG$ ( @DRUG$ ) values were 64.1 and 72.7 glucuronide microM respectively ; however , FYX - 051 was N metabolized to its glucuronides by HIMs .	- 051 was its N ( ) - and N ( 2 ) - glucuronide forms by HLMs , and their @DRUG$ ( @DRUG$ values were 64.1 and 72.7 microM , respectively ; however , FYX - 051 was scarcely metabolized to its glucuronides by HIMs	HLMs - High Level Metabolizing EnzymesHIMs - Low Level Metabolizing Enzymes	1
0	Total slice area (TA), total slice length (TL), secondary lean length (SL), secondary lean area (@DRUG$), and percent lean area (TA - all lean components=@DRUG$) were determined by tracing images in Adobe Photoshop Elements.	Total slice area ( TA ) , tote up slice distance ( TL ) , secondary lean distance ( SL ) , secondary lean area ( @DRUG$ ) , and percent lean area ( TA - all lean components =@DRUG$ ) were define by tracing envision in Adobe Photoshop factor .	secondary slice TA ( area ) , total slice length ( TL ) , secondary Elements length ( SL area , Total lean ) ( @DRUG$ ) , and percent lean area ( were - all lean components =@DRUG$ ) TA determined by tracing images in Adobe Photoshop lean .	Total slice area ( TA ) , total slice length ( TL ) , secondary lean length SL ) , secondary lean area ( @DRUG$ ) , and percent area ( TA - all lean components =@DRUG$ ) were determined by tracing images in Adobe Photoshop Elements .	The relationship between @DRUG$ and @DRUG$ can be described by the following equation:DRUGA = TL * SLDRUGB = TA - DRUGA	0
0	This contrast medium is delivered to the liver in high concentrations in the portal vein and very low doses in the hepatic artery, @DRUG$ only small amounts of @DRUG$ enter the general circulation.	This contrast medium is delivered to the liver in senior high school denseness in the portal vein and very crushed doses in the hepatic artery , @DRUG$ only small amounts of @DRUG$ enter the general circulation .	This circulation medium is delivered to the of in high concentrations in the portal vein and the low doses in very hepatic artery , @DRUG$ only small amounts liver @DRUG$ enter the general contrast .	This medium is delivered to the liver in high in the portal vein and very low doses in the hepatic artery , @DRUG$ only small amounts of @DRUG$ enter the circulation	@DRUG$ is delivered to the liver in high concentrations in the portal vein and very low doses in the hepatic artery. @DRUG$ only small amounts of DRUGA enter the general circulation.	0
0	The newer, atypical antipsychotics such @DRUG$ quetiapine, @DRUG$, clozapine, olanzapine, sertindole, ziprasidone, and amisulpride all bind more loosely than dopamine to the dopamine D2 receptor and have dissociation constants higher than that for dopamine.	The raw , untypical antipsychotics such @DRUG$ quetiapine , @DRUG$ , clozaril , olanzapine , sertindole , ziprasidone , and amisulpride all tie down more loosely than dopamine to the dopamine D2 receptor and have dissociation constants higher than that for dopamine .	The newer , atypical antipsychotics such @DRUG$ quetiapine , @DRUG$ , clozapine , olanzapine , sertindole , ziprasidone , for amisulpride all bind dissociation and than dopamine to have dopamine D2 receptor and the more constants higher than that loosely dopamine .	The newer atypical antipsychotics such @DRUG$ quetiapine , @DRUG$ , clozapine , olanzapine , sertindole , ziprasidone , and amisulpride bind more than dopamine to dopamine D2 receptor and dissociation constants higher than that for dopamine .	The newer, atypical antipsychotics such as quetiapine, clozapine, olanzapine, sertindole, ziprasidone, and amisulpride all bind more loosely than dopamine to the dopamine D2 receptor and have dissociation	1
0	Even greater success was achieved when @DRUG$ was used in combination with another therapeutic strategy, such as photodynamic therapy or @DRUG$, a pan isoform VEGF inhibitor.	even greater success was achieve when @DRUG$ was used in combination with another therapeutic strategy , such as photodynamic therapy or @DRUG$ , a pan isoform VEGF inhibitor .	Even greater success was achieved when @DRUG$ was used as combination with , therapeutic strategy another such in photodynamic therapy or @DRUG$ , a pan isoform VEGF inhibitor .	greater success was achieved when @DRUG$ was used in combination with another therapeutic strategy such photodynamic therapy or @DRUG$ , a pan isoform VEGF inhibitor .	The combination of @DRUG$ and @DRUG$ was more successful than using either one of them alone.	0
0	From these results it is suggested that @DRUG$ might interact with the respiratory chain at the level of flavoproteins or quinones and @DRUG$-S clusters.	From these results it is suggested that @DRUG$ might interact with the respiratory sir ernst boris chain at the level of flavoproteins or quinone and @DRUG$ -S clusters .	From these -S it is suggested that @DRUG$ might interact with the or chain at the level of flavoproteins respiratory quinones and @DRUG$ results clusters .	From results it suggested @DRUG$ might interact with the respiratory chain at the level of flavoproteins or quinones and @DRUG$ -S clusters .	@DRUG$ might interact with the respiratory chain at the level of flavoproteins or quinones, and @DRUG$ -S clusters.	0
0	Twelve neutral free amino acids, i.e. @DRUG$, threonine, glutamine, asparagine, alanine, proline, @DRUG$, tyrosine, valine, leucine, isoleucine and phenylalanine, were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	xii neutral free amino acids , ie @DRUG$ , threonine , glutamine , asparagine , alanine , proline , @DRUG$ , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the mien of D-enantiomers in plasm samples from patients with renal disease and from normal subjects .	plasma neutral free amino acids , i.e. @DRUG$ , threonine from glutamine , asparagine , alanine , proline , @DRUG$ , tyrosine , valine , leucine , isoleucine and phenylalanine , were samples surveyed the from of D-enantiomers in Twelve for , patients with renal diseases and presence normal subjects .	Twelve neutral free amino acids , i.e. @DRUG$ , threonine , glutamine , asparagine , alanine , proline , @DRUG$ , , valine , leucine , isoleucine and phenylalanine , were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from subjects .	Twelve neutral free amino acids were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects. Of these, D-threonine, D-glutamine, D-asparagine, D-alanine, D-proline	1
0	Glomerular sclerosis, however, was less pronounced in the @DRUG$-treated group than in the @DRUG$-1 group.	Glomerular sclerosis , all the same , was less pronounced in the @DRUG$ - treated group than in the @DRUG$ -  group .	Glomerular sclerosis , however , was the pronounced in less @DRUG$ - treated group than in the @DRUG$ 1 - group .	sclerosis , however , was less pronounced in the @DRUG$ - treated group than in the @DRUG$ - 1 group .	Glomerular sclerosis was less pronounced in the group of rats that were treated with @DRUG$ than in the group of rats that were treated with @DRUG$.	0
1	Almost half of the United States has now legalized medicinal cannabis, several states have legalized recreational use, and others have legalized @DRUG$-only use, which is one of many therapeutic cannabinoids extracted from @DRUG$.	Almost half of the United States has now legitimatize medicinal ganja , several states have legitimatize recreational use , and others have legitimatize @DRUG$ - only use , which is one of many cure cannabinoids extracted from @DRUG$ .	Almost half have several United States has now legalized , cannabis , the states have legalized recreational use , and others of legalized @DRUG$ - only use medicinal which is one of many therapeutic cannabinoids extracted from @DRUG$ .	Almost of the United States has now legalized medicinal cannabis , several states have legalized recreational use , and others legalized @DRUG$ - only use , which is one of many therapeutic cannabinoids extracted @DRUG$ .	Almost half of the United States has now legalized medicinal cannabis, several states have legalized recreational use, and others have legalized @DRUG$-only use, which is one of many therapeutic cannabinoids extracted from @DRUG$.	0
0	In vitro results suggest that the treatment failures--particularly in the low-dose quinine cohort--were associated with decreased susceptibility to @DRUG$, as well @DRUG$ with mefloquine cross-resistance.	In vitro consequence suggest that the intervention failures -- specially in the low-dose quinine cohort -- were associated with decreased susceptibility to @DRUG$ , as well @DRUG$ with mefloquine cross-resistance .	In quinine results suggest that the treatment failures -- particularly in the vitro low-dose cohort -- to associated with decreased susceptibility were @DRUG$ , as well @DRUG$ with mefloquine cross-resistance .	In vitro results suggest that the treatment failures particularly in the low-dose quinine cohort -- were with susceptibility to @DRUG$ , as @DRUG$ with mefloquine cross-resistance .	The treatment failures -- particularly in the low-dose quinine cohort -- were associated with decreased susceptibility to @DRUG$ and @DRUG$ with mefloquine cross-resistance.	0
0	Cardiotoxic lesions occurred in 47% of animals in the 25 mg/kg ephedrine groups with @DRUG$ at 7.25, 15, or 30 @DRUG$/kg.	Cardiotoxic lesions come in  % of animals in the 25 mg / kg ephedrine groups with @DRUG$ at 7.25 , 15 , or 30 @DRUG$ / kg .	Cardiotoxic lesions ephedrine in 47 % of animals in / 25 mg / kg occurred groups with @DRUG$ at 7.25 , 15 , or 30 @DRUG$ the kg .	Cardiotoxic in 47 % of animals in the 25 mg / kg groups with @DRUG$ at 7.25 , 15 , or 30 @DRUG$ / kg	47% of animals in the 25 mg / kg ephedrine groups with @DRUG$ at 7.25 , 15 , or 30 @DRUG$ / kg had cardiotoxic lesions.	0
0	Streptozotocin-induced diabetic rats received 3 mg/ml @DRUG$ in drinking @DRUG$ beginning at 72 h or 4 weeks and continued to 8 weeks.	Streptozotocin-induced diabetic rats take in 3 mg / ml @DRUG$ in drinking @DRUG$ beginning at 72 h or quatern weeks and continued to 8 weeks .	Streptozotocin-induced diabetic rats received 3 mg / ml @DRUG$ in drinking @DRUG$ beginning 72 at h or 8 weeks and continued to 4 weeks .	Streptozotocin-induced diabetic rats received 3 mg / ml @DRUG$ in drinking @DRUG$ beginning at 72 h or and continued to 8 .	The diabetic rats received @DRUG$ in drinking water beginning at 72 hours or 4 weeks and continued to 8 weeks.	1
0	Nitro-@DRUG$ was much more potent than prednisolone and the derivative devoid of the nitric ester in an acute peritonitis model (higher impact on neutrophil migration and soluble mediator generation) as well @DRUG$ in models of chronic inflammation (air-pouch granuloma and collagen II-induced arthritis).	Nitro-@DRUG$ was much more potent than prednisolone and the derivative devoid of the nitrous ester in an penetrative peritonitis model ( gamy impact on neutrophil migration and soluble mediator contemporaries ) as well @DRUG$ in models of chronic inflammation ( air - pocket granuloma and collagen II - induced arthritis ) .	Nitro-@DRUG$ was in more potent than ester neutrophil the derivative devoid of the nitric prednisolone much an acute peritonitis model ( higher impact chronic and migration and soluble mediator generation ) as well @DRUG$ in models of on inflammation ( air - pouch granuloma and collagen II ) induced arthritis - .	Nitro-@DRUG$ was much more potent than prednisolone the devoid of the ester in an peritonitis model ( higher impact neutrophil migration and soluble generation ) as well in of chronic inflammation ( air - pouch and collagen II - induced ) .	Nitro-@DRUG$ was much more potent than prednisolone and the derivative devoid of the nitric ester in an acute peritonitis model ( higher impact on neutrophil migration and soluble mediator generation ). @DRUG$ was also more potent than prednisolone in models	0
0	@DRUG$-glycoprotein inhibitors such as cyclosporine, tariquidar and @DRUG$ significantly increased the influx of udenafil and decreased the efflux of udenafil.	@DRUG$ - glycoprotein inhibitors such as cyclosporine , tariquidar and @DRUG$ significantly increase the influx of udenafil and decreased the outflow of udenafil .	@DRUG$ - glycoprotein inhibitors such as cyclosporine the tariquidar increased @DRUG$ significantly and the influx of udenafil and decreased , efflux of udenafil .	@DRUG$ - glycoprotein inhibitors such as cyclosporine , tariquidar and @DRUG$ significantly increased the influx of udenafil and the efflux of udenafil .	@DRUG$ - glycoprotein inhibitors such as cyclosporine , tariquidar and @DRUG$ significantly increased the influx of udenafil and decreased the efflux of udenafil ."This means that when DRUGA and DRUGB are used together, the	0
0	No effect of trimetazidine was observed on glycolysis, glucose oxidation, fatty acid oxidation, or active pyruvate dehydrogenase when palmitate was substituted with 0.8 mmol/@DRUG$ octanoate or 1.6 mmol/L @DRUG$, suggesting that trimetazidine directly inhibits long-chain fatty acid oxidation.	No effect of trimetazidine was observed on glycolysis , glucose oxidation , fatty acid oxidation , or active agent pyruvate dehydrogenase when palmitate was substitute with 0.8 mmol / @DRUG$ octanoate or 1.6 mmol / L @DRUG$ , advise that trimetazidine directly inhibits long chain fatty acid oxidation .	No effect of was , observed on glycolysis , glucose oxidation , fatty acid oxidation trimetazidine or active pyruvate trimetazidine when palmitate was substituted with 0.8 mmol / @DRUG$ octanoate or 1.6 mmol / directly @DRUG$ , suggesting that dehydrogenase L inhibits long-chain fatty acid oxidation .	No effect of trimetazidine was observed on glycolysis , glucose oxidation , fatty acid oxidation , or active pyruvate when palmitate substituted 0.8 mmol / @DRUG$ octanoate 1.6 mmol / L @DRUG$ , suggesting trimetazidine directly fatty acid oxidation .	Trimetazidine does not seem to affect glycolysis, glucose oxidation, fatty acid oxidation, or active pyruvate dehydrogenase when palmitate is substituted with 0.8 mmol/@DRUG$ octanoate or 1.6 mmol/L @DRUG$, suggesting	0
0	Counterirritants such as @DRUG$, methyl salicylate, @DRUG$, thymol and capsaicin are widely used in the treatment of mild pains and itches by topical application.	Counterirritants such as @DRUG$ , methyl group salicylate , @DRUG$ , thymol and capsaicin are widely used in the treatment of mild pains and itches by topical applications programme .	Counterirritants such as @DRUG$ , methyl salicylate , @DRUG$ the thymol and capsaicin are widely used in pains treatment of mild , and itches by topical application .	Counterirritants such as @DRUG$ , methyl salicylate , @DRUG$ , thymol and capsaicin are widely used in the mild pains and itches topical application .	Counterirritants such as @DRUG$ and @DRUG$ are widely used in the treatment of mild pains and itches by topical application.	0
1	The effects of @DRUG$ and fluoxetine on several antidepressant drug screens are mediated by antagonist action at 5-HT2 receptors and inhibition of @DRUG$ uptake, respectively.	The effects of @DRUG$ and fluoxetine on several antidepressant drug screen out are mediated by antagonist carry through at 5 - HT2 receptors and inhibition of @DRUG$ uptake , respectively .	The effects of @DRUG$ and fluoxetine on several antidepressant and are screens mediated by antagonist action at 5 - HT2 receptors drug inhibition of @DRUG$ uptake , respectively .	The effects of @DRUG$ and fluoxetine on several antidepressant drug are mediated by action at 5 - HT2 receptors and inhibition of @DRUG$ uptake , respectively .	@DRUG$ and fluoxetine have similar effects on antidepressant drug screens, but they achieve these effects through different mechanisms. DRUGA acts as an antagonist at 5 - HT2 receptors, while fluoxetine inhibits @DRUG$ uptake.	0
1	Transient morning plasma @DRUG$ reductions below 5 micrograms/dl occurred in 6% of @DRUG$-treated patients, reverting to normal within 1 week of the end of treatment.	Transient morning plasm @DRUG$ reductions below quintuplet micrograms / dl occurred in sextuplet % of @DRUG$ - treated patients , reverting to normal within 1 week of the end of treatment .	Transient morning plasma @DRUG$ reductions below / micrograms 5 dl occurred in 6 % of @DRUG$ - treated patients , reverting to the within 1 week of normal of end treatment .	Transient morning plasma @DRUG$ reductions below 5 micrograms / dl occurred in 6 % of @DRUG$ - treated patients , reverting to normal within 1 week of the of treatment .	Six percent of @DRUG$-treated patients had transient reductions in plasma @DRUG$ levels below five micrograms per deciliter, which reverted to normal within one week of the end of treatment.	0
0	Plasma concentrations of l-methylphenidate were 40-fold lower than those of d-methylphenidate, whereas plasma concentrations of d-alpha-phenyl-2-piperidine @DRUG$ (d-PPA) and l-@DRUG$, the major metabolite of methylphenidate, were comparable.	plasm engrossment of l-methylphenidate were 40 - fold humbled than those of d-methylphenidate , whereas plasm engrossment of d-alpha- phenyl - 2 - piperidine @DRUG$ ( d- PPA ) and l-@DRUG$ , the major metabolite of methylphenidate , were comparable .	Plasma concentrations concentrations whereas were 40 , fold lower than those of d-methylphenidate , l-methylphenidate plasma d- of d-alpha- phenyl - 2 - piperidine @DRUG$ ( of PPA ) and l-@DRUG$ , the major metabolite of methylphenidate - were comparable .	Plasma concentrations of l-methylphenidate were 40 - fold lower than those of d-methylphenidate , whereas plasma concentrations of d-alpha- phenyl - 2 - piperidine @DRUG$ ( d- PPA ) and l-@DRUG$ , the major metabolite of methylphenidate , were comparable .	Plasma concentrations of l-methylphenidate were 40 - fold lower than those of d-methylphenidate , whereas plasma concentrations of d-alpha- phenyl - 2 - piperidine @DRUG$ ( d- PPA ) and l-@DRUG$ , the major metabolite of	0
0	Based on these characterization studies, including C-11 labeled desipramine (DMI), 2-hydroxydesipramine (HDMI), talopram, talsupram, @DRUG$ (Nis), oxaprotiline (Oxap), lortalamine (Lort) and C-11 and @DRUG$-18 derivatives of reboxetine (RB), methylreboxetine (MRB) and their individual (R, R) and (S, S) enantiomers, in conjunction with studies with radiolabeled 4-iodo-tomoxetine and 2-iodo-nisoxetine, we have identified the superiority of (S, S)-[(11)C]MRB and the suitability of the MRB analogs as potential NET ligands for PET.	Based on these personation analyze , including C-11 pronounce desipramine ( DMI ) , 2-hydroxydesipramine ( HDMI ) , talopram , talsupram , @DRUG$ ( Nis ) , oxaprotiline ( Oxap ) , lortalamine ( Lort ) and C-11 and @DRUG$ - 18 derivatives of reboxetine ( rubidium ) , methylreboxetine ( MRB ) and their individual ( R , R ) and ( siemens , siemens ) enantiomer , in concurrence with analyze with radiolabeled 4 - iodo - tomoxetine and 2 - iodo - nisoxetine , we have identified the favourable position of ( siemens , siemens ) - [ (  ) C ] MRB and the suitability of the MRB analogs as potential mesh ligand for favourite .	Based on these characterization studies , including identified labeled desipramine ( DMI ) , 2-hydroxydesipramine ( , ] , talopram , talsupram , @DRUG$ ( for MRB studies tomoxetine ( Oxap ) have lortalamine ( Lort ) and C-11 ) @DRUG$ - 18 derivatives of reboxetine ( ) ) , methylreboxetine ( ) ) and their individual ( R HDMI R ) and ( 2 , S and enantiomers , in conjunction with , with radiolabeled 4 ligands iodo - oxaprotiline and S - iodo - nisoxetine , we , C-11 the superiority of ( S , S ) - [ ( 11 ) C RB MRB and the suitability of the MRB analogs as potential NET - Nis PET .	these characterization studies , including C-11 desipramine ( DMI ) , 2-hydroxydesipramine ( HDMI ) , , talsupram , @DRUG$ ( ) , ( ) , lortalamine ( Lort ) C-11 and @DRUG$ - 18 derivatives of reboxetine ( RB ) , ( ) and their individual R , R ) and ( S , S ) enantiomers , in conjunction with studies with radiolabeled 4 - - tomoxetine and 2 - iodo - nisoxetine , have identified the superiority ( S , S ) - ( 11 ) C ] MRB and suitability of MRB analogs as potential ligands for PET .	Based on these characterization studies, including C-11 labeled desipramine (DMI), 2-hydroxydesipramine (HDMI), talopram, talsupram, @DRUG$ (Nis), oxaprotiline (Oxap), lortalamine	1
0	The combined oral contraceptive pill containing @DRUG$ and @DRUG$ plus levomefolate calcium.	The merge oral contraceptive pill containing @DRUG$ and @DRUG$ plus levomefolate calcium .	The combined oral contraceptive pill containing @DRUG$ calcium @DRUG$ plus levomefolate and .	The combined oral contraceptive pill @DRUG$ and @DRUG$ plus levomefolate calcium .	The combined oral contraceptive pill containing @DRUG$ and @DRUG$ plus levomefolate calcium is used to prevent pregnancy.	0
0	Each ingested 500 @DRUG$ of amoxicillin or 125 mg of @DRUG$ or the above agents in combination in randomized sequences.	Each ingested 500 @DRUG$ of amoxicillin or 125 mg of @DRUG$ or the above agent in combination in randomized sequence .	Each ingested 500 @DRUG$ of 125 of amoxicillin mg or @DRUG$ or the above agents in combination in randomized sequences .	Each ingested 500 @DRUG$ of amoxicillin or 125 mg of @DRUG$ or the above agents in combination in randomized .	@DRUG$ is always ingested 500 times more than @DRUG$.	0
0	Second, in patients with combined hypertension and angina pectoris, fixed doses of labetalol (200 mg twice daily) gave the @DRUG$ blood pressure values, effort tolerance, and @DRUG$ usage as did atenolol 100 mg once daily in a double-blind, double-dummy, crossover study.	Second , in patients with combined high blood pressure and angina pectoris , fixed doses of labetalol ( 200 mg twice everyday ) throw the @DRUG$ blood pressure values , effort tolerance , and @DRUG$ usage as did atenolol 100 mg once everyday in a double - blind , double - dummy up , crosswalk study .	Second , in patients with combined once and angina study , fixed doses of in ( 200 mg twice daily ) gave the @DRUG$ labetalol pressure values , effort atenolol , and @DRUG$ usage as did tolerance 100 mg hypertension daily blood a double - blind , double - dummy , crossover pectoris .	Second , in patients with combined hypertension and angina , doses of labetalol ( 200 twice daily ) the @DRUG$ blood pressure values , effort tolerance , and @DRUG$ usage as did 100 mg once daily a double - , double - dummy , crossover study .	Second, in patients with combined hypertension and angina pectoris, fixed doses of labetalol (200 mg twice daily) gave the @DRUG$ blood pressure values, effort tolerance, and @DRUG$ usage as did atenolol 100 mg once daily in a double-blind,	0
0	@DRUG$ (2-butyl, 3-(4-diethylaminoethoxy, 3,5-diiodo, benzoyl) benzofuran hydrochloride), an anti-anginal drug which causes coronary dilatation and depresses myocardial @DRUG$ consumption, was found to protect anaesthetized guinea-pigs against ouabain-induced ventricular fibrillation.2.	@DRUG$ ( 2- butyl , trio -( 4 - diethylaminoethoxy , 3,5-diiodo , benzoyl ) benzofuran hydrochloride ) , an anti-anginal drug which causes coronary dilation and depresses myocardial @DRUG$ consumption , was ascertain to protect put under guinea- pigs against ouabain - induced ventricular fibrillation . 2 .	@DRUG$ ( 2- butyl , 3 -( 4 - diethylaminoethoxy was 3,5-diiodo , benzoyl ) ) benzofuran hydrochloride , an anti-anginal drug which causes coronary dilatation and depresses myocardial @DRUG$ consumption , , found to protect anaesthetized guinea- pigs against ouabain - induced ventricular fibrillation . 2 .	@DRUG$ ( 2- butyl , 3 - diethylaminoethoxy , , benzoyl ) hydrochloride ) , an anti-anginal drug which causes coronary dilatation and depresses myocardial @DRUG$ consumption , was found to protect anaesthetized guinea- against ouabain - induced ventricular fibrillation . 2 .	@DRUG$ (an anti-anginal drug which causes coronary dilatation and depresses myocardial @DRUG$ consumption) was found to protect anaesthetized guinea- pigs against ouabain - induced ventricular fibrillation.	0
0	DATA SYNTHESIS: Because of potentially favorable pharmacokinetics versus vasopressin and limited availability of @DRUG$ in some countries, the effects of @DRUG$, a vasopressin analog, have been studied recently for the treatment of septic shock.	DATA SYNTHESIS : Because of potentially favorable pharmacokinetics versus vasopressin and limited availability of @DRUG$ in some res publica , the effects of @DRUG$ , a vasopressin analogue , have been studied recently for the treatment of septic jounce .	DATA some : Because of potentially favorable pharmacokinetics versus vasopressin and limited availability of @DRUG$ in SYNTHESIS countries , the effects , @DRUG$ , a vasopressin analog of have been studied recently for the treatment of septic shock .	DATA SYNTHESIS : Because potentially favorable pharmacokinetics versus vasopressin and limited availability of @DRUG$ in some countries , the effects of @DRUG$ , vasopressin , have been studied for the treatment of septic shock .	@DRUG$ is a vasopressin analog, which means that it is similar to the hormone vasopressin. @DRUG$ is a drug that has been studied recently for the treatment of septic shock. Some researchers believe that DRUGA may be more favorable than vasopressin	0
0	Additionally, the following substances inhibiting the progress of experimental myopia are discussed: atropine, oxyphenonium, pirenzepine, chlorpyrifos, apomorphine, reserpine, 6-hydroxy dopamine, dextromethorphan, MK-801, APV, @DRUG$, SR95531, CACA, TPMPA, dextrorphanol, levorphanol, D- and L-naloxane, @DRUG$-NAME, formoguanamine, beta-xyloside, central and peripheral antagonists of VIP, and basic fibroblast growth factor.	additionally , the following meaning inhibit the come along of experimental myopia are discussed : atropine , oxyphenonium , pirenzepine , chlorpyrifos , apomorphine , reserpine , 6 - hydroxy dopamine , dextromethorphan , MK - 801 , APV , @DRUG$ , SR95531 , CACA , TPMPA , dextrorphanol , levorphanol , D- and L-naloxane , @DRUG$ - NAME , formoguanamine , beta-xyloside , central and peripheral adversary of dignitary , and staple fibroblast growth factor .	Additionally , the following basic inhibiting the progress of experimental are myopia discussed : atropine , oxyphenonium , pirenzepine , chlorpyrifos , dextromethorphan , reserpine , 6 - hydroxy dopamine , apomorphine , MK TPMPA 801 , APV , @DRUG$ , SR95531 , CACA , - , dextrorphanol , levorphanol , D- and L-naloxane , @DRUG$ - NAME , formoguanamine , beta-xyloside , central and peripheral antagonists of factor growth and substances fibroblast , VIP .	, following substances inhibiting the progress of experimental myopia are discussed : atropine , oxyphenonium , pirenzepine chlorpyrifos , apomorphine , reserpine , 6 - hydroxy dopamine , dextromethorphan , MK - 801 , APV , @DRUG$ , SR95531 , CACA TPMPA dextrorphanol , levorphanol and L-naloxane , @DRUG$ - NAME , formoguanamine , beta-xyloside , central and peripheral antagonists of VIP , and fibroblast growth factor .	@DRUG$ is a substance that inhibits the progress of experimental myopia, while @DRUG$ is a substance that has a similar effect.	0
0	INTERVENTION: Single intravenous (IV) doses of @DRUG$ 50 mg (lead-in) and 100-400 @DRUG$.	interposition : Single endovenous ( IV ) doses of @DRUG$ 50 mg ( lead - in ) and 100-400 @DRUG$ .	in : Single intravenous ( IV ) doses of @DRUG$ 50 mg ( lead - INTERVENTION ) and 100-400 @DRUG$ .	INTERVENTION Single intravenous ( IV ) doses of @DRUG$ 50 mg ( lead in ) and 100-400 @DRUG$ .	If you give someone a single dose of @DRUG$, it will likely have an effect on their body. The strength of that effect will depend on how much @DRUG$ they are also given.	0
0	The analysis of tolerability, which was based on data from 7 studies, found a significant difference between @DRUG$ and placebo (RR = 1.19; 95% cI, 1.07-1.31; @DRUG$<0.001).	The analysis of tolerability , which was free base on data from 7 read , found a important difference between @DRUG$ and placebo ( RR = 1.19 ; 95 % cI , 1.07-1.31 ; @DRUG$ <0.001 ) .	The analysis of studies , which was based on data from ( tolerability , found a significant difference between @DRUG$ 1.19 placebo 7 RR = and ; 95 % cI , 1.07-1.31 ; @DRUG$ <0.001 ) .	The analysis of tolerability , which was on data , found a significant difference between @DRUG$ and placebo ( RR = 1.19 ; 95 % cI , ; @DRUG$ <0.001 ) .	The analysis of tolerability found that @DRUG$ is significantly more tolerable than placebo.	1
1	Preclinical animal studies demonstrated that the administration of amifostine protected against a variety of chemotherapy-related toxicities including cisplatin-induced nephrotoxicity, cisplatin-induced neurotoxicity, cyclophosphamide- and @DRUG$-induced pulmonary toxicity, and the cytotoxicities (including cardiotoxicity) induced by @DRUG$ and related chemotherapeutic agents.	presymptomatic animal studies evidence that the administration of amifostine protected against a variety of chemotherapy - relate toxicities including cisplatin-induced nephrotoxicity , cisplatin-induced neurotoxicity , cyclophosphamide - and @DRUG$ - induced pneumonic toxicity , and the cytotoxicities ( including cardiotoxicity ) induced by @DRUG$ and relate chemotherapeutic agents .	including animal studies demonstrated that the administration of amifostine protected against a variety of cyclophosphamide - related and including cisplatin-induced nephrotoxicity , cisplatin-induced neurotoxicity , chemotherapy - toxicities @DRUG$ - induced pulmonary toxicity , and the cytotoxicities ( Preclinical cardiotoxicity ) induced by @DRUG$ and related chemotherapeutic agents .	Preclinical animal studies demonstrated that the of amifostine protected against a variety of chemotherapy - related toxicities including cisplatin-induced nephrotoxicity , cisplatin-induced neurotoxicity , cyclophosphamide - and @DRUG$ induced pulmonary toxicity , and the cytotoxicities ( including cardiotoxicity ) induced by @DRUG$ related chemotherapeutic agents .	Preclinical animal studies demonstrated that the administration of amifostine protected against a variety of chemotherapy - related toxicities including cisplatin-induced nephrotoxicity , cisplatin-induced neurotoxicity , cyclophosphamide - and @DRUG$ - induced pulmonary toxicity , and the cytot	1
0	The present study evaluated the effect of @DRUG$ 200mg (B), guaifenesin 600 mg (G), their combination (B+G), and placebo (@DRUG$) on capsaicin-induced cough in 30 adult nonsmokers with acute URI.	The present study evaluated the impression of @DRUG$ 200 magnesium ( B ) , guaifenesin 600 magnesium ( G ) , their combining ( B+ G ) , and placebo ( @DRUG$ ) on capsaicin-induced coughing in 30 adult nonsmokers with acute URI .	The present study evaluated with effect of @DRUG$ 200 mg ( B+ ) capsaicin-induced guaifenesin their mg ( G ) , 600 combination ( B G ) , and placebo ( @DRUG$ ) on , cough in 30 adult nonsmokers the acute URI .	The study evaluated the effect of @DRUG$ 200 ( B ) , guaifenesin mg ( G ) , their combination ( B+ G ) , and placebo ( @DRUG$ ) on capsaicin-induced cough in adult nonsmokers with acute .	The present study evaluated the effect of @DRUG$ 200 mg ( B ) , guaifenesin 600 mg ( G ) , their combination ( B+ G ) , and placebo ( @DRUG$ ) on capsaicin-induced cough in 30 adult nonsmokers with acute URI .	0
0	Overall response rates for amoxycillin at 22 @DRUG$/kg, q12 h for seven doses (10/15 cats; 67%), @DRUG$ at 5mg/kg, q24 h for seven doses (11/13 cats; 85%), and pradofloxacin at 10mg/kg, q24 h for seven doses (11/12 cats; 92%) were not statistically significant.	Overall answer rates for amoxycillin at 22 @DRUG$ / kilogram , q12 h for heptad doses ( 10/15 computerized axial tomography ; 67 % ) , @DRUG$ at 5mg / kilogram , q24 h for heptad doses ( 11/13 computerized axial tomography ; 85 % ) , and pradofloxacin at 10mg / kilogram , q24 h for heptad doses ( 11/12 computerized axial tomography ; xcii % ) were not statistically substantial .	significant response rates were amoxycillin % 22 @DRUG$ / kg , q12 h for seven doses ( 10/15 cats ; cats at ) , @DRUG$ at for / kg , q24 h for seven q24 ( 11/13 cats ; 85 % ) , and pradofloxacin at 10mg / kg , doses h for seven doses ( 11/12 67 ; 92 % ) 5mg not statistically Overall .	Overall response rates for amoxycillin at 22 @DRUG$ / kg , q12 h doses ( 10/15 cats ; 67 ) , @DRUG$ at 5mg / kg , h for seven doses ( 11/13 cats ; 85 % ) and pradofloxacin at 10mg kg , q24 h seven doses ( cats ; 92 ) were not statistically significant .	Overall response rates for amoxycillin at 22 @DRUG$ / kg , q12 h for seven doses ( 10/15 cats ; 67 % ) , @DRUG$ at 5mg / kg , q24 h for seven doses ( 11/13 cats ; 85 % ) , and prad	0
0	In 15 studies, several of which were adequately powered to assess efficacy, rifaximin was at least as effective as lactulose/@DRUG$ (the current mainstay of pharmacologic treatment for hepatic encephalopathy) and neomycin and paromomycin (the antibiotics most commonly prescribed for hepatic encephalopathy) in improving neurologic signs and symptoms and reducing blood @DRUG$ levels.	In  studies , several of which were adequately powered to assess efficacy , rifaximin was at to the lowest degree as effective as lactulose / @DRUG$ ( the current pillar of pharmacologic handling for hepatic encephalopathy ) and neomycin and paromomycin ( the antibiotic drug most commonly prescribed for hepatic encephalopathy ) in improving neurologic foretoken and symptoms and reducing blood @DRUG$ levels .	In 15 studies assess the of which / adequately powered to , efficacy , rifaximin was at least as effective as lactulose were @DRUG$ ( for current mainstay of pharmacologic treatment several hepatic encephalopathy ) and neomycin and paromomycin ( for antibiotics most commonly prescribed encephalopathy hepatic the ) in improving neurologic signs and symptoms and reducing blood @DRUG$ levels .	In 15 studies , several of which were adequately to assess efficacy , rifaximin was at least as effective as lactulose / @DRUG$ the current mainstay of pharmacologic treatment for hepatic encephalopathy ) and neomycin and paromomycin ( the antibiotics most commonly prescribed for hepatic encephalopathy ) in improving signs symptoms and reducing blood @DRUG$ levels .	Rifaximin is just as effective as lactulose/@DRUG$ and neomycin/paromomycin in improving neurologic signs and symptoms and reducing blood @DRUG$ levels.	0
0	A method for the determination of 12 sulfonamides (SAs) (sulfanilamide, sulfamonomethoxine, @DRUG$, sulfamethoxazole, sulfadiazine, sulfisoxazole, sulfathiazole, sulfadi-methoxine, sulfamerazine, sulfaquinoxaline, sulfamethazine, @DRUG$) in cosmetics was developed by ultra performance liquid chromatography with photodiode array detector (UPLC-PDA).	A method acting for the determination of dozen sulfonamides ( SAs ) ( sulfanilamide , sulfamonomethoxine , @DRUG$ , sulfamethoxazole , sulfadiazine , sulfisoxazole , sulfathiazole , sulfadi-methoxine , sulfamerazine , sulfaquinoxaline , sulfamezathine , @DRUG$ ) in cosmetics was developed by ultra functioning liquid chromatography with photodiode raiment detector ( UPLC - PDA ) .	A method for the determination of 12 sulfonamides ( SAs ) ( sulfanilamide , sulfamonomethoxine , @DRUG$ , sulfamethoxazole , sulfadiazine , sulfisoxazole , sulfathiazole , with , sulfamerazine , sulfaquinoxaline , sulfamethazine , @DRUG$ ) ultra cosmetics was developed by in performance chromatography liquid sulfadi-methoxine photodiode array detector ( UPLC - PDA ) .	A method the determination of 12 ( SAs ) ( sulfanilamide , sulfamonomethoxine , @DRUG$ , sulfamethoxazole , sulfadiazine , sulfisoxazole , sulfathiazole , sulfadi-methoxine , sulfamerazine sulfaquinoxaline , sulfamethazine @DRUG$ ) in cosmetics developed by ultra performance liquid chromatography with photodiode array detector ( UPLC - PDA	A method was developed to determine the presence of 12 sulfonamides in cosmetics using ultra performance liquid chromatography with photodiode array detector.	1
0	In in vitro binding in monkey brain tissue, both isomers had low affinity for @DRUG$ and @DRUG$ transporters by at least 200-fold relative to cocaine, but comparable affinity for norepinephrine transporters.	In in vitro binding in monkey mastermind tissue , both isomers had low phylogenetic relation for @DRUG$ and @DRUG$ transporters by at least 200 - fold relative to cocaine , but comparable phylogenetic relation for noradrenaline transporters .	In in vitro binding in monkey brain both , tissue isomers - low affinity for @DRUG$ and @DRUG$ transporters by at least 200 had fold relative to cocaine , but comparable affinity norepinephrine for transporters .	In in vitro binding in monkey brain tissue , both had affinity for @DRUG$ and @DRUG$ transporters by at least 200 - fold relative to cocaine , but comparable affinity for norepinephrine transporters .	Both isomers had low affinity for @DRUG$ and @DRUG$ transporters by at least 200 - fold relative to cocaine, but comparable affinity for norepinephrine transporters.	0
1	@DRUG$ seems to act via direct or indirect stimulation of @DRUG$(1A), DA, and opioid receptors in those animal models.	@DRUG$ seems to act via direct or indirect stimulation of @DRUG$ ( 1A ) , district attorney , and opioid receptors in those fleshly models .	@DRUG$ seems to act via direct or ( stimulation of @DRUG$ indirect 1A ) , DA and , opioid receptors in those animal models .	@DRUG$ seems to act via direct or indirect stimulation of @DRUG$ ( 1A ) , DA and opioid receptors in those animal models	@DRUG$ seems to cause @DRUG$ to be more active, which in turn causes increased levels of dopamine and opioids.	0
0	We tested the effects of tramadol and its M1 metabolite (0.1-100 microM) on human recombinant neurotransmitter-gated ion channels, including glycine, @DRUG$(A) (GABA(A)), and N-methyl-@DRUG$-aspartate (NMDA) receptors, expressed in Xenopus oocytes.	We tested the effects of tramadol and its m metabolite ( 0.1 - 100 microM ) on homo recombinant neurotransmitter - gated ion channels , including glycine , @DRUG$ ( vitamin a ) ( gaba ( vitamin a ) ) , and N-methyl - @DRUG$ - aspartate ( NMDA ) receptors , explicit in Xenopus oocytes .	We tested the effects N-methyl tramadol and its M1 , ( 0.1 - 100 microM ) on human recombinant neurotransmitter - , ion channels gated including glycine , @DRUG$ ( A ) ( GABA A ( ) ) , and of - @DRUG$ expressed aspartate ( NMDA ) receptors metabolite - in Xenopus oocytes .	We tested the effects of its M1 metabolite ( 0.1 - 100 microM ) on human recombinant neurotransmitter - gated ion channels , including glycine , @DRUG$ ( A ) ( GABA ( A ) ) and - @DRUG$ - aspartate ( NMDA ) receptors , expressed in Xenopus oocytes .	We tested the effects of tramadol and its M1 metabolite ( 0.1 - 100 microM ) on human recombinant neurotransmitter - gated ion channels , including glycine , @DRUG$ ( A ) ( GABA ( A ) ) , and N-methyl - @DRUG$	0
0	All patients (mean age, 74.5 years) received supplemental @DRUG$ and @DRUG$.	All patients ( meanspirited age , 74.5 years ) received supplemental @DRUG$ and @DRUG$ .	All patients ( mean age years 74.5 , ) received supplemental @DRUG$ and @DRUG$ .	All patients ( age , 74.5 years ) received supplemental @DRUG$ and @DRUG$ .	All patients received supplemental @DRUG$ and @DRUG$.	0
1	A different regimen was then administered, consisting of one cycle of a 50% dose and a second cycle of a 75% dose of @DRUG$ (100 @DRUG$/m(2) days 1, 2, 3), coadministered with carboplatin (AUC 5, plasma concentration curve).	vitamin a different regimen was then administered , comprise of one cycle of a fifty % dose and a second cycle of a 75 % dose of @DRUG$ ( 100 @DRUG$ / m( two ) days 1 , two , 3 ) , coadministered with carboplatin ( AUC 5 , plasma concentration curve ball ) .	A different regimen was a administered , consisting of , cycle 100 a 50 % dose and then 2 cycle of a one % dose of @DRUG$ ( of @DRUG$ / m( 2 ) days 1 , second , 3 ) , coadministered with carboplatin ( AUC 5 75 plasma concentration curve ) .	A different was administered consisting of one cycle of 50 % dose second cycle of a 75 % dose of @DRUG$ ( 100 @DRUG$ / m( ) days 1 , , ) , coadministered carboplatin ( AUC 5 , plasma concentration curve ) .	A different regimen was then administered , consisting of one cycle of a 50 % dose and a second cycle of a 75 % dose of @DRUG$ ( 100 @DRUG$ / m( 2 ) days 1 , 2 , 3 ) , coadministered with carboplatin ( AUC 5 , plasma	0
0	All SSRIs have a great affinity for the @DRUG$ reuptake carrier in the synaptic cleft in the central nervous system, with much less affinity for the noradrenaline (norepinephrine) reuptake carrier, and for alpha- and beta-adrenergic, dopamine, @DRUG$, 5-HT and muscarine receptors.	whole SSRIs have a groovy affinity for the @DRUG$ reuptake carrier in the synaptic cleft in the central nervous system , with much to a lesser extent affinity for the noradrenaline ( noradrenaline ) reuptake carrier , and for alpha- and beta-adrenergic , dopamine , @DRUG$ , quintuplet - HT and muscarine receptors .	All SSRIs have a great affinity for the @DRUG$ reuptake carrier in the synaptic cleft in the central nervous system and with 5 less affinity for the , ( norepinephrine ) reuptake carrier receptors and for alpha- , beta-adrenergic , dopamine , @DRUG$ , much HT - and muscarine noradrenaline .	All SSRIs have a great affinity the @DRUG$ reuptake carrier in the synaptic cleft in the central nervous system , with less affinity the noradrenaline ( norepinephrine ) reuptake carrier , and for alpha- and beta-adrenergic , dopamine , @DRUG$ , - HT and muscarine	All SSRIs have a great affinity for the @DRUG$ reuptake carrier in the synaptic cleft in the central nervous system , with much less affinity for the noradrenaline ( norepinephrine ) reuptake carrier , and for alpha- and beta-adrenergic ,	1
1	It is concluded that @DRUG$ and etoperidone produce in rats cardiovascular effects, which are different from those of @DRUG$.	it is over that @DRUG$ and etoperidone produce in rats cardiovascular effects , which are different from those of @DRUG$ .	It , concluded that @DRUG$ and etoperidone produce in are cardiovascular effects is which rats different from those of @DRUG$ .	It is concluded that @DRUG$ and etoperidone produce in rats cardiovascular effects , which different from those of @DRUG$ .	@DRUG$ and @DRUG$ produce different cardiovascular effects in rats.	0
1	When compared to atorvastatin, @DRUG$ was about three-fold more potent at reducing LDL-@DRUG$.	When compared to atorvastatin , @DRUG$ was about trinity - fold more potent at reducing LDL - @DRUG$ .	was compared to atorvastatin , @DRUG$ When about three - fold more potent at reducing LDL - @DRUG$ .	When compared to atorvastatin , @DRUG$ was about - more potent reducing LDL - @DRUG$ .	@DRUG$ is about three times more potent than @DRUG$ at reducing LDL.	0
0	The treatments that are efficacious for the management of the different non-motor symptoms are as follows: @DRUG$ for the treatment of depressive symptoms, clozapine for the treatment of psychosis, rivastigmine for the treatment of dementia, and botulinum toxin A (BTX-A) and BTX-B as well @DRUG$ glycopyrrolate for the treatment of sialorrhea.	The treatments that are effectual for the management of the different non-motor symptoms are as pursue : @DRUG$ for the treatment of depressive symptoms , clozaril for the treatment of psychosis , rivastigmine for the treatment of dementedness , and botulinum toxin amp ( BTX - amp ) and BTX - vitamin b complex as well @DRUG$ glycopyrrolate for the treatment of sialorrhea .	The treatments that are efficacious for and management of the different non-motor symptoms are as rivastigmine : @DRUG$ for the the of depressive symptoms of clozapine for the treatment of psychosis , follows for the treatment of dementia , and botulinum toxin A ( BTX treatment A ) - BTX - B as well @DRUG$ glycopyrrolate for sialorrhea treatment , the .	The treatments that are efficacious for the management of the different non-motor symptoms are as follows : @DRUG$ for the treatment of depressive symptoms , clozapine for the treatment of psychosis , for the treatment dementia , and botulinum toxin A ( BTX - A ) and BTX - B as well @DRUG$ glycopyrrolate for the treatment sialorrhea	The treatments that are efficacious for the management of the different non-motor symptoms are as follows : @DRUG$ for the treatment of depressive symptoms , clozapine for the treatment of psychosis , rivastigmine for the treatment of dementia , and botulinum toxin A ( BT	1
0	It is concluded that: (a) (99m)Tc-P uptake in acutely infarcted myocardium, and possibly other types of soft tissue damage, is limited to necrotic and severely injured cells; (b) concentration of (99m)Tc-@DRUG$ results from selective adsorption of (99m)Tc-P with various forms of tissue calcium stores, including amorphous calcium @DRUG$, crystalline hydroxyapatite, and calcium complexed with myofibrils and other macromolecules, possibly supplemented by calcium-independent complexing with organic macromolecules; and (c) lack of a linear relationship between (99m)Tc-P and tissue calcium levels mainly results from local differences in composition and physicochemical properties of tissue calcium stores and from local variations in levels of blood flow for delivery of (99m)Tc-P agents.	it is concluded that : ( a ) ( 99 k ) atomic number  - P ingestion in acutely infarcted myocardium , and mayhap other type of soft tissue damage , is limited to necrotic and severely injured cell ; ( b ) concentration of ( 99 k ) Tc- @DRUG$ results from selective adsorption of ( 99 k ) atomic number  - P with respective forms of tissue ca stores , including amorphous ca @DRUG$ , crystalline hydroxyapatite , and ca complexed with myofibrils and other macromolecules , mayhap affix by ca - sovereign complexing with organic macromolecules ; and ( c ) lack of a linear relationship between ( 99 k ) atomic number  - P and tissue ca levels mainly results from local anaesthetic differences in composition and physicochemical attribute of tissue ca stores and from local anaesthetic magnetic variation in levels of blood course for delivery of ( 99 k ) atomic number  - P agents .	It is with that : ( a ) cells 99 m ) Tc - P m in acutely infarcted myocardium , and possibly calcium types of soft tissue calcium , is limited to between and severely injured ( Tc ( b ) concentration other ( 99 m ) Tc- @DRUG$ results from complexing adsorption of ( 99 m ) ) - P with various forms of tissue calcium stores , including amorphous m @DRUG$ , crystalline hydroxyapatite , and damage and with myofibrils and other macromolecules tissue possibly supplemented by calcium - independent selective concluded organic macromolecules ; and ( c ) lack of a linear relationship necrotic ( 99 calcium ) Tc - P complexed tissue calcium levels mainly of from local differences in composition and physicochemical properties results , of stores and from local variations in levels of blood flow for delivery of ( 99 agents Tc ; - P uptake .	is that : ( a ) ( 99 m Tc - P uptake in acutely myocardium , and possibly other types of tissue damage , is limited necrotic and severely injured cells ; ( b ) of ( 99 m ) Tc- @DRUG$ results from selective adsorption ( 99 m ) Tc - P with various forms of tissue calcium stores , including amorphous calcium @DRUG$ , hydroxyapatite , and calcium complexed with myofibrils and other macromolecules , possibly supplemented by calcium - independent complexing with organic macromolecules ( c ) lack of a linear relationship between ( 99 m ) Tc - P and tissue calcium levels mainly results from local differences in composition and properties of tissue calcium stores and from local variations levels of blood for delivery of ( 99 m ) Tc - P agents	It is concluded that the uptake of (99m)Tc-P by acutely infarcted myocardium, and possibly other types of soft tissue damage, is limited to necrotic and severely injured cells. The concentration of (99m)Tc-@DRUG$ results from	1
0	It was found to be significantly superior to placebo, faster acting than astemizole and as effective @DRUG$ usual dosages of terfenadine, @DRUG$, mequitazine and azatadine in eliciting relief of symptoms.	It was found to be importantly superior to placebo , faster acting than astemizole and as good @DRUG$ usual dosages of terfenadine , @DRUG$ , mequitazine and azatadine in eliciting relief of symptom .	effective was found to significantly be superior to placebo , faster acting than astemizole and as It @DRUG$ eliciting dosages of terfenadine , @DRUG$ , mequitazine and azatadine in usual relief of symptoms .	It found to be significantly superior placebo , faster acting than astemizole and as effective @DRUG$ dosages of terfenadine , @DRUG$ , mequitazine and azatadine in eliciting relief symptoms .	@DRUG$ was found to be significantly superior to placebo in eliciting relief of symptoms. It was also faster acting than astemizole and as effective as usual dosages of terfenadine, mequitazine and azatadine in relieving symptoms.	1
0	The study underlines the importance of alterations in the @DRUG$ system @DRUG$ a possible causative mechanism behind the behavioural and functional changes associated with delayed neurotoxicity.	The study underlines the importance of alterations in the @DRUG$ system @DRUG$ a possible causative mechanism backside the behavioural and operational changes associated with delayed neurotoxicity .	The study underlines possible importance of alterations in the @DRUG$ system @DRUG$ a the changes mechanism behind the behavioural and functional causative associated with delayed neurotoxicity .	study underlines the importance of alterations in the @DRUG$ system @DRUG$ a possible causative mechanism behind the behavioural and changes associated with delayed neurotoxicity .	The study found that alterations in the @DRUG$ system may be a possible causative mechanism behind the behavioural and functional changes associated with delayed neurotoxicity.	1
0	@DRUG$ Jolla Pharmaceuticals previously established two licensing agreements for @DRUG$, which have since been terminated.	@DRUG$ Jolla Pharmaceuticals previously established two license agreements for @DRUG$ , which have since been terminated .	@DRUG$ Jolla Pharmaceuticals previously established two licensing agreements for @DRUG$ , since have which been terminated .	@DRUG$ Jolla Pharmaceuticals previously established two licensing agreements for @DRUG$ , which have since been terminated .	@DRUG$ licensed @DRUG$ from two different companies, but those licenses have since been terminated.	0
0	Aerosolized NECA elicited concentration-dependent increases in Penh, which were significantly attenuated by @DRUG$ (0.4, 1.0, or 2.5 mg/kg i.@DRUG$.).	aerosolise NECA draw out concentration - dependent increases in Penh , which were importantly attenuated by @DRUG$ ( 0.4 , 1.0 , or 2.5 mg / kg i.@DRUG$ . ) .	Aerosolized NECA mg concentration - elicited increases in Penh , which were significantly attenuated by @DRUG$ ( 0.4 , 1.0 , or i.@DRUG$ dependent / kg 2.5 . ) .	NECA elicited concentration - dependent increases in Penh , which significantly attenuated by @DRUG$ ( 0.4 , 1.0 , 2.5 / kg i.@DRUG$ . .	Aerosolized NECA elicited concentration - dependent increases in Penh , which were significantly attenuated by @DRUG$ ( 0.4 , 1.0 , or 2.5 mg / kg i.@DRUG$ . ) ."DRUGA inhibits the effects of DRU	0
1	Thus, glipizide and glibenclamide (@DRUG$) are much more potent than @DRUG$ and chlorpropamide.	frankincense , glipizide and glibenclamide ( @DRUG$ ) are much more potent than @DRUG$ and chlorpropamide .	Thus , glipizide and glibenclamide are @DRUG$ ) ( much more potent than @DRUG$ and chlorpropamide .	Thus , glipizide and glibenclamide ( @DRUG$ ) are much more potent than @DRUG$ and chlorpropamide .	@DRUG$ is much more potent than @DRUG$.	0
1	Relative Bioavailability, Intranasal Abuse Potential, and Safety of @DRUG$/Acetaminophen Compared with @DRUG$ Bitartrate/Acetaminophen in Recreational Drug Abusers.	Relative Bioavailability , Intranasal Abuse potentiality , and Safety of @DRUG$ / Acetaminophen Compared with @DRUG$ Bitartrate / Acetaminophen in Recreational do drugs Abusers .	Relative Bioavailability , Intranasal and Potential , Acetaminophen Safety of @DRUG$ / Abuse Compared with @DRUG$ Bitartrate / Acetaminophen in Recreational Drug Abusers .	Relative Bioavailability , Intranasal Abuse Potential , and Safety of @DRUG$ Acetaminophen Compared with @DRUG$ Bitartrate / Acetaminophen in Drug Abusers .	@DRUG$ is more bioavailable than @DRUG$, and has a higher abuse potential than DRUGB. However, DRUGA is also safer than DRUGB.	0
0	In contrast to the ABCB1 C3435T polymorphism, only the ABCB1 G2677T polymorphism significantly influences @DRUG$,S-CIT plasma and CSF concentrations (46+/-11 ng/ml versus 69+/-20 ng/ml for TT versus GT/GG in plasma, p=0.027; 24+/-5 ng/ml versus 32+/-9 @DRUG$/ml for TT versus GT/GG in CSF, p=0.05).	In direct contrast to the ABCB1 C3435T polymorphism , only the ABCB1 G2677T polymorphism importantly influences @DRUG$ , S-CIT plasma and CSF assiduousness ( 46+ /-11 nanogram / milliliter versus 69+/-20 nanogram / milliliter for republic of palau versus GT / GG in plasma , p=0.027 ; 24+/-5 nanogram / milliliter versus 32+/-9 @DRUG$ / milliliter for republic of palau versus GT / GG in CSF , p=0.05 ) .	In contrast ; ng ABCB1 to polymorphism , only the ABCB1 G2677T polymorphism significantly influences @DRUG$ , for plasma and CSF concentrations ( 46+ /-11 ng / ml versus 69+/-20 ng / ml for TT / GT / GG in plasma , versus C3435T 24+/-5 the / ml p=0.027 32+/-9 @DRUG$ / ml S-CIT TT versus GT versus GG in CSF , p=0.05 ) .	contrast to the ABCB1 polymorphism , the ABCB1 G2677T significantly influences @DRUG$ , S-CIT plasma and CSF concentrations ( 46+ /-11 ng / ml versus 69+/-20 ng / ml for TT versus GT GG in , p=0.027 24+/-5 ng / ml versus 32+/-9 @DRUG$ / ml for TT versus GT / GG CSF , p=0.05 .	The ABCB1 G2677T polymorphism significantly influences @DRUG$, S-CIT plasma and CSF concentrations.	1
1	Pharmacokinetic interactions occur between haloperidol and various drugs given concomitantly, for example, @DRUG$, phenytoin, phenobarbital, fluoxetine, fluvoxamine, nefazodone, venlafaxine, buspirone, alprazolam, @DRUG$ (rifampin), quinidine and carteolol.	Pharmacokinetic fundamental interaction pass off between haloperidol and diverse drugs given concomitantly , for example , @DRUG$ , phenytoin , phenobarbital , fluoxetine , fluvoxamine , nefazodone , venlafaxine , buspirone , alprazolam , @DRUG$ ( rimactane ) , quinidine and carteolol .	Pharmacokinetic interactions occur between haloperidol and various drugs , rifampin , for example , @DRUG$ fluvoxamine phenytoin , phenobarbital ) fluoxetine , , , nefazodone given venlafaxine , buspirone , alprazolam , @DRUG$ ( concomitantly , , quinidine and carteolol .	Pharmacokinetic interactions occur between haloperidol various drugs given concomitantly for example , @DRUG$ , phenytoin , phenobarbital , fluoxetine , fluvoxamine , nefazodone , venlafaxine , buspirone , alprazolam , @DRUG$ ( rifampin ) , and carteolol .	Pharmacokinetic interactions occur between haloperidol and various drugs given concomitantly. This means that the way in which the body absorbs, distributes, metabolizes and excretes haloperidol is altered when it is taken with other drugs.	1
0	OBJECTIVE: To determine the subcutaneous absorption rates and the appearance in plasma of 3 formulations of the long-acting @DRUG$ analog insulin glargine (HOE 901) differing only in @DRUG$ content (15, 30, and 80 microg/ml).	OBJECTIVE : To determine the subcutaneous absorption rates and the visual aspect in plasma of 3 conceptualization of the long-acting @DRUG$ analogue insulin glargine ( hoe 901 ) differing only in @DRUG$ content ( 15 , 30 , and 80 microg / ml ) .	OBJECTIVE : formulations determine the subcutaneous absorption rates and the appearance in , of 3 To of the long-acting @DRUG$ 80 insulin glargine ( HOE 901 ) differing only in @DRUG$ content ) 15 , 30 plasma and analog microg / ml ( .	OBJECTIVE : To determine the subcutaneous absorption rates and the appearance in plasma of 3 formulations of the long-acting @DRUG$ analog insulin glargine ( HOE 901 ) differing only in @DRUG$ content ( , 30 , and 80 microg ml ) .	The subcutaneous absorption rates and the appearance in plasma of 3 formulations of the long-acting @DRUG$ analog insulin glargine ( HOE 901 ) differing only in @DRUG$ content ( 15 , 30 , and 80 microg / ml ) were determined.	0
0	Early phase clinical data suggest the third generation EGFR TKIs such @DRUG$ osimertinib, @DRUG$, and HM61713 are highly efficacious and well tolerated.	Early phase clinical information suggest the third generation EGFR TKIs such @DRUG$ osimertinib , @DRUG$ , and HM61713 are highly effective and well tolerated .	Early phase clinical data suggest , third generation EGFR TKIs such @DRUG$ osimertinib , @DRUG$ the and HM61713 are highly efficacious and tolerated well .	Early phase clinical data suggest the third generation TKIs such @DRUG$ osimertinib @DRUG$ , and are highly and well tolerated .	Early phase clinical data suggest that osimertinib, @DRUG$, and HM61713 are highly efficacious and well tolerated.	1
0	@DRUG$-citalopram, the nontherapeutic enantiomer in @DRUG$, is also an allosteric modulator of SERT but can inhibit the actions of escitalopram by interfering negatively with its binding.	@DRUG$ - citalopram , the nontherapeutic enantiomer in @DRUG$ , is also an allosteric modulator of SERT but can suppress the action at law of escitalopram by meddlesome negatively with its binding .	@DRUG$ - citalopram , the nontherapeutic enantiomer inhibit @DRUG$ , is also an allosteric modulator of SERT but can in interfering actions escitalopram of by the negatively with its binding .	@DRUG$ - citalopram , the nontherapeutic enantiomer in @DRUG$ , is also an allosteric modulator of SERT but can inhibit the actions of escitalopram interfering negatively with binding .	@DRUG$ is an allosteric modulator of SERT, but it can also inhibit the actions of escitalopram by interfering negatively with its binding.	1
0	From @DRUG$ 1 to 112 of the feeding period, implanting increased (P < 0.05) ADG and G:F, but REV-S and REV-X did not differ (@DRUG$ > 0.10).	From @DRUG$ 1 to 112 of the feeding period , engraft increased ( phosphorus < 0.05 ) ADG and G:F , but REV -S and REV -  did not differ ( @DRUG$ > 0.10 ) .	From @DRUG$ 1 to 112 of the ) period < implanting increased ( P , 0.05 ) ADG and G:F , but REV -S and REV - X 0.10 not differ ( @DRUG$ > did feeding .	From @DRUG$ 1 to 112 of the feeding period , implanting increased ( P < 0.05 ) ADG and G:F , but REV -S and REV - did not differ ( @DRUG$ > 0.10 ) .	From @DRUG$ 1 to 112 of the feeding period, implanting increased (P < 0.05) ADG and G:F, but REV-S and REV-X did not differ (@DRUG$ > 0.10).	0
0	Among the prepared microemulsion formulations, M3 (lemon oil/@DRUG$/n-butanol/water) and M4 (@DRUG$/Tween 80/n-butanol/water) microemulsion systems were found to be promising according to their physical properties and CTM cumulative percentage release.	Among the fain microemulsion formulations , M3 ( gamboge oil / @DRUG$ /n-butanol / water ) and M4 ( @DRUG$ / Tween 80/n-butanol / water ) microemulsion systems were found to be promising accord to their physical attribute and CTM cumulative percentage release .	Among the prepared microemulsion formulations , M3 ( lemon oil ( @DRUG$ /n-butanol / ) ) and M4 / @DRUG$ / Tween 80/n-butanol / water water microemulsion and CTM found to be promising according to their physical properties systems were cumulative percentage release .	Among the prepared microemulsion formulations , M3 ( lemon oil / @DRUG$ /n-butanol / water ) and M4 ( @DRUG$ / Tween 80/n-butanol / water ) microemulsion systems were found to be promising according to their physical properties and CTM cumulative percentage release .	M3 ( lemon oil / @DRUG$ /n-butanol / water ) and M4 ( @DRUG$ / Tween 80/n-butanol / water ) microemulsion systems were found to be promising according to their physical properties and CTM cumulative percentage release .	0
0	The withdrawal rate due to adverse events was significantly lower for escitalopram (8%) compared to @DRUG$ (16%) (@DRUG$ < 0.05).	The withdrawal rate due to contrary events was significantly get down for escitalopram ( 8 % ) compared to @DRUG$ ( 16 % ) ( @DRUG$ < 0.05 ) .	The withdrawal rate due ) adverse events lower significantly was for escitalopram ( 8 % ) compared to @DRUG$ ( 16 % to ( @DRUG$ < 0.05 ) .	The withdrawal rate due to adverse events was significantly for ( 8 % ) compared to @DRUG$ ( 16 % ) ( @DRUG$ < 0.05 ) .	Escitalopram had a significantly lower withdrawal rate due to adverse events than @DRUG$.	1
0	The Rf-values as well as the partition coefficients for chloroform and water and ethyl @DRUG$ to ten per cent H2SO4 and for n-hexane and acetonitrile are given for @DRUG$ and the metabolites together with the amounts of metabolite, following in vivo metabolic degradation.	The Rf-values as well as the partition coefficients for chloroform and water and ethyl @DRUG$ to  per penny H2SO4 and for n-hexane and acetonitrile are given for @DRUG$ and the metabolites together with the amounts of metabolite , following in vivo metabolous abjection .	The Rf-values as well ethyl the partition coefficients for chloroform acetonitrile water and as @DRUG$ to ten per metabolic H2SO4 and for n-hexane and and metabolites given for @DRUG$ and the are together with the amounts of metabolite , following in vivo cent degradation .	Rf-values as well as the partition coefficients for chloroform and water and ethyl @DRUG$ to ten per cent H2SO4 for n-hexane and acetonitrile are given @DRUG$ and the metabolites with the amounts of metabolite , following in vivo metabolic degradation .	The Rf-values as well as the partition coefficients for chloroform and water and ethyl @DRUG$ to ten per cent H2SO4 and for n-hexane and acetonitrile are given for @DRUG$ and the metabolites together with the amounts of metabolite , following	0
0	Lasofoxifene achieves this effect by occupying the space normally filled by residue @DRUG$ 540, as well as by modulating the conformation of residues of helix 11 (@DRUG$ 524, Leu 525).	Lasofoxifene accomplish this effect by occupying the space unremarkably filled by residue @DRUG$ 540 , as well as by modulating the conformation of residues of helix xi ( @DRUG$ 524 , Leu 525 ) .	540 of this effect by occupying the space normally filled by residue @DRUG$ Lasofoxifene , as well as by modulating , conformation of residues achieves helix 11 ( @DRUG$ 524 the Leu 525 ) .	Lasofoxifene this effect by occupying the space normally filled by residue @DRUG$ 540 , as well as by modulating the conformation of residues of helix 11 ( @DRUG$ 524 , 525 ) .	Lasofoxifene occupies the space normally filled by residue @DRUG$, as well as by modulating the conformation of residues of helix 11 (@DRUG$, Leu).	0
0	Spatially normalized DVRs generated from PET dynamic scans were highly correlated with SUVR (@DRUG$ = 0.58-0.88, @DRUG$ < 0.005) and were significantly greater for AD patients than for HCs in cortical regions but not in subcortical white matter or cerebellar regions.	Spatially normalized DVRs generated from favorite active rake were highly correlate with SUVR ( @DRUG$ = 0.58-0.88 , @DRUG$ < 0.005 ) and were significantly greater for AD patients than for HCs in cortical regions but not in subcortical white matter or cerebellar regions .	Spatially normalized DVRs generated from PET in scans were highly dynamic with SUVR ( @DRUG$ = 0.58-0.88 , @DRUG$ < HCs ) and were significantly greater for AD patients than for 0.005 correlated cortical regions but regions in subcortical white matter or cerebellar not .	Spatially normalized DVRs generated from dynamic scans were highly correlated with @DRUG$ = 0.58-0.88 , @DRUG$ < 0.005 ) and were significantly greater for AD patients than for HCs in cortical regions but not subcortical white matter or cerebellar regions .	Spatially normalized DVRs generated from PET dynamic scans were highly correlated with SUVR ( @DRUG$ = 0.58-0.88 , @DRUG$ < 0.005 ) and were significantly greater for AD patients than for HCs in cortical regions but not in subcortical	0
1	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, @DRUG$, anetumab ravtansine, glembatumumab vedotin) and 15 mAbs are for non-cancer indications (caplacizumab, lanadelumab, roledumab, tralokinumab, risankizumab, SA237, emapalumab, suptavumab, erenumab, @DRUG$, fremanezumab, fasinumab, tanezumab, lampalizumab, brolucizumab).	Of these , fivesome mAbs are for cancer ( durvalumab , JNJ - 56022473 , @DRUG$ , anetumab ravtansine , glembatumumab vedotin ) and fifteen mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , erenumab , @DRUG$ , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of , , 5 brolucizumab are for cancer ( durvalumab , JNJ - 56022473 , @DRUG$ , anetumab ravtansine , glembatumumab vedotin ) and 15 mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , these , suptavumab , erenumab , @DRUG$ , , , fasinumab emapalumab tanezumab fremanezumab lampalizumab , mAbs ) .	Of , 5 mAbs are for cancer ( durvalumab JNJ 56022473 , @DRUG$ , anetumab ravtansine , glembatumumab vedotin ) 15 for indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , erenumab , @DRUG$ , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, @DRUG$, anetumab ravtansine, glembatumumab vedotin) and 15 mAbs are for non-cancer indications (caplaciz	1
0	Intraperitoneal administration of 0.5 and 1.25 mg kg(-1) @DRUG$ 18 h prior to the study, significantly and dose-dependently attenuated leukocyte rolling, adherence, and transmigration in the rat mesenteric microvasculature superfused with 0.5 u ml(-1) @DRUG$.	Intraperitoneal administration of 0.5 and 1.25 atomic number  kg ( - single ) @DRUG$ xviii h prior to the study , significantly and dose-dependently attenuated leukocyte rolling , attachment , and transmigration in the rat mesenteric microvasculature superfused with 0.5 u ml ( - single ) @DRUG$ .	Intraperitoneal administration of 0.5 and 1.25 mg kg the - 1 ) @DRUG$ 18 h prior to the study and leukocyte , dose-dependently attenuated significantly rolling , adherence , and transmigration in ( rat mesenteric microvasculature superfused with 0.5 u ml ( - 1 ) @DRUG$ .	Intraperitoneal administration 0.5 and 1.25 mg kg ( - 1 ) @DRUG$ 18 h the study , significantly and dose-dependently attenuated leukocyte rolling , adherence , and transmigration in the rat mesenteric microvasculature superfused with 0.5 u ml ( - 1 ) @DRUG$ .	Intraperitoneal administration of @DRUG$ prior to the study significantly and dose-dependently attenuated leukocyte rolling, adherence, and transmigration in the rat mesenteric microvasculature superfused with @DRUG$.	0
0	This new anithypertensive should probably be classified, @DRUG$ regards efficacy, alongside clonidine and @DRUG$; it would also seem to be about as well tolerated as these two compounds.	This new anithypertensive should likely be classified , @DRUG$ regards efficacy , alongside clonidine and @DRUG$ ; it would also seem to be about as good tolerate as these two compounds .	as new This should probably be classified , @DRUG$ regards efficacy , alongside clonidine and @DRUG$ seem it would also ; to be about anithypertensive well tolerated as these two compounds .	This new anithypertensive should be classified @DRUG$ regards efficacy , alongside clonidine @DRUG$ ; it would also seem to about as tolerated as these two .	@DRUG$ is just as effective as clonidine and @DRUG$ is just as well tolerated as these two compounds.	0
0	Other anti-TNF biologic agents have emerged, including @DRUG$ 571, certolizumab pegol (CDP 870), @DRUG$, onercept and adalimumab.	Other anti-TNF biologic agents have egress , admit @DRUG$ 571 , certolizumab pegol ( CDP 870 ) , @DRUG$ , onercept and adalimumab .	CDP anti-TNF biologic have agents emerged , including @DRUG$ 571 , certolizumab pegol ( Other 870 ) , @DRUG$ , onercept and adalimumab .	Other biologic agents have emerged , including @DRUG$ 571 , certolizumab pegol CDP 870 ) , @DRUG$ , onercept and adalimumab .	Other anti-TNF biologic agents have emerged, including @DRUG$ 571, certolizumab pegol (CDP 870), @DRUG$, onercept and adalimumab.	0
0	Release of @DRUG$ from cells incubated with PIVA was unaffected by PEPT1 and OCTN2 inhibitors but was sharply decreased after @DRUG$ depletion or addition of bis(4-nitrophenyl)-phosphate (BNPP; an esterase inhibitor).	Release of @DRUG$ from cells incubated with PIVA was unaffected by PEPT1 and OCTN2 inhibitor but was aggressively decreased after @DRUG$ depletion or addition of bismuth ( 4 - nitrophenyl ) - orthophosphate ( BNPP ; an esterase inhibitor ) .	Release of @DRUG$ from inhibitors incubated with PIVA was unaffected by was and OCTN2 bis but PEPT1 sharply decreased after @DRUG$ depletion or addition ) cells ( 4 - nitrophenyl of - phosphate ( BNPP ; an esterase inhibitor ) .	Release of @DRUG$ from cells incubated with PIVA was unaffected by PEPT1 and OCTN2 inhibitors but was sharply decreased after @DRUG$ depletion or addition of bis ( 4 - nitrophenyl ) - ( BNPP an esterase inhibitor ) .	Release of @DRUG$ from cells incubated with PIVA was unaffected by PEPT1 and OCTN2 inhibitors but was sharply decreased after @DRUG$ depletion or addition of bis ( 4 - nitrophenyl ) - phosphate ( BNPP ; an esterase inhibitor ) .	0
0	From @DRUG$ 1 to 112 of the feeding period, implanting increased (@DRUG$ < 0.05) ADG and G:F, but REV-S and REV-X did not differ (P > 0.10).	From @DRUG$ one to 112 of the feeding time period , implanting increase ( @DRUG$ < 0.05 ) ADG and G:F , but REV -S and REV - X did not differ ( P > 0.10 ) .	From @DRUG$ , to 112 of the feeding period P implanting increased ( @DRUG$ < 0.05 ) ADG and G:F , but REV -S and REV - X not did differ ( 1 > 0.10 ) .	From @DRUG$ 1 to 112 the feeding period , implanting increased ( @DRUG$ < 0.05 ) ADG and G:F , but REV -S REV - X did not differ ( > 0.10 )	From @DRUG$ 1 to 112 of the feeding period, implanting increased (@DRUG$ < 0.05) ADG and G:F, but REV-S and REV-X did not differ (P > 0.10).	0
1	In concentration-clamp experiments, we investigated the effects of the uncompetitive N-methyl-D-aspartate (@DRUG$) receptor antagonists memantine, @DRUG$ and MRZ 2/579 on 5-HT receptors stabley expressed in HEK-293 cells and on native 5-HT(3) receptors in the N1E-115 cell line.	In engrossment - clamp experiments , we investigated the burden of the uncompetitive N-methyl - D-aspartate ( @DRUG$ ) receptor antagonists memantine , @DRUG$ and MRZ 2/579 on 5 - HT receptors stabley press out in HEK - 293 cells and on native 5 - HT ( trine ) receptors in the N1E -115 cell pipeline .	- concentration - clamp experiments , we on the effects of the uncompetitive N-methyl - D-aspartate expressed @DRUG$ ) receptor antagonists memantine , @DRUG$ and MRZ 2/579 on 5 cell HT receptors stabley ( in HEK - 293 cells and investigated native 5 - HT ( 3 ) receptors in the N1E -115 In line .	concentration clamp experiments , we investigated the the uncompetitive N-methyl - D-aspartate ( @DRUG$ ) receptor antagonists memantine , @DRUG$ and MRZ 2/579 on 5 - HT receptors stabley expressed in HEK - 293 and on native 5 - HT ( 3 ) receptors in the -115 cell line .	We investigated the effects of the uncompetitive N-methyl - D-aspartate ( @DRUG$ ) receptor antagonists memantine , @DRUG$ and MRZ 2/579 on 5 - HT receptors stabley expressed in HEK - 293 cells and on native 5 - HT ( 3 ) receptors	0
0	Dutasteride monotherapy maintained symptom relief following combination treatment with @DRUG$ and @DRUG$ in all patients but those with severe symptoms.	Dutasteride monotherapy maintained symptom relief following compounding treatment with @DRUG$ and @DRUG$ in all patients but those with severe symptom .	Dutasteride combination maintained symptom relief following those treatment with @DRUG$ and @DRUG$ in all patients but monotherapy with severe symptoms .	Dutasteride maintained relief following combination treatment with @DRUG$ and @DRUG$ in all patients but those with severe .	Dutasteride monotherapy maintained symptom relief following combination treatment with @DRUG$ and @DRUG$ in all patients but those with severe symptoms ."Dutasteride monotherapy is effective in maintaining symptom relief following combination treatment with DRUGA and DRUGB in all patients but those with	0
0	A population pharmacokinetic study was conducted in 74 hypertensive children (mean age 10.4 +/- 4.4 years [mean +/- SD]) receiving amlodipine (mean dose 0.17 +/- 0.13 @DRUG$/kg/@DRUG$) chronically.	A population pharmacokinetic study was conducted in 74 hypertensive tiddler ( mean age 10.4 +/- 4.4 years [ mean +/- SD ] ) receiving amlodipine ( mean dosage 0.17 +/- 0.13 @DRUG$ / kg/ @DRUG$ ) inveterate .	A years pharmacokinetic study was conducted in 74 age children ( mean hypertensive 10.4 +/- 4.4 population [ mean +/- SD ] ) receiving dose ( mean amlodipine 0.17 +/- 0.13 @DRUG$ / kg/ @DRUG$ ) chronically .	A population pharmacokinetic study was conducted in 74 children ( mean age +/- 4.4 years [ +/- SD ] receiving amlodipine ( mean 0.17 +/- 0.13 @DRUG$ / @DRUG$ ) chronically .	A population pharmacokinetic study was conducted in 74 hypertensive children ( mean age 10.4 +/- 4.4 years [ mean +/- SD ] ) receiving amlodipine ( mean dose 0.17 +/- 0.13 @DRUG$ / kg/ @DRUG$ ) chronically .	0
0	@DRUG$ did not have an effect on ChE activity, whereas dichlorvos and @DRUG$, at all dosage levels, had an inhibitory effect.	@DRUG$ did not have an consequence on ChE natural action , whereas dichlorvos and @DRUG$ , at all dosage levels , had an inhibitory consequence .	@DRUG$ did not have an effect on at activity levels whereas dichlorvos and @DRUG$ , ChE all dosage , , had an inhibitory effect .	@DRUG$ did have an effect on ChE activity , whereas dichlorvos and @DRUG$ , at all dosage levels , had an inhibitory effect	@DRUG$ did not have an effect on ChE activity , whereas dichlorvos and @DRUG$ had an inhibitory effect .	0
0	PURPOSE: To assess the intraocular pressure (IOP) changes, within the first 30 min after intravitreal injection of 0.1 ml (4 @DRUG$) triamcinolone, 0.09 ml (0.3 mg) @DRUG$, and 0.05 ml (1.25 mg) bevacizumab.	PURPOSE : To assess the intraocular pressure ( IOP ) changes , inside the initiatory  min after intravitreal injection of 0.1 ml ( quartet @DRUG$ ) triamcinolone , 0.09 ml ( 0.3 mg ) @DRUG$ , and 0.05 ml ( 1.25 mg ) bevacizumab .	0.3 : To 30 the intraocular pressure ( mg ) changes , within the first assess min after intravitreal injection ) 0.1 ml ( 4 @DRUG$ ) triamcinolone , 0.09 ml ( PURPOSE mg of @DRUG$ , and 0.05 ml ( 1.25 IOP ) bevacizumab .	PURPOSE : To assess the intraocular pressure ( IOP ) changes within the first 30 min after injection of 0.1 ml ( @DRUG$ ) triamcinolone , 0.09 ml 0.3 mg @DRUG$ , and 0.05 ml ( 1.25 mg ) bevacizumab .	The study found that the IOP increased significantly after intravitreal injection of @DRUG$, @DRUG$, and bevacizumab.	0
0	In animals, supplementation of the diet with @DRUG$ can reduce @DRUG$ and triglyceride levels.	hoosier state animals , supplementation of the diet with @DRUG$ can reduce @DRUG$ and triglyceride levels .	, animals In supplementation of the diet with @DRUG$ can reduce @DRUG$ and triglyceride levels .	In animals , supplementation of diet with @DRUG$ can reduce @DRUG$ and triglyceride levels .	If you give animals @DRUG$, it will reduce the levels of @DRUG$ and triglycerides in their blood.	0
1	The first-pass equation based on the dose, hepatic blood flow, and total area under the plasma level-time curve after oral administration was used retrospectively to predict the bioavailability of @DRUG$ after oral administration of 1 @DRUG$/kg-single oral doses to monozygotic and dizygotic twin pairs.	The first - exit equation based on the zen , hepatic blood flow , and total area under the plasma level - meter curve after oral administration was used retrospectively to predict the bioavailability of @DRUG$ after oral administration of one @DRUG$ / kg-single oral doses to monozygotic and dizygotic twin brace .	and first - pass equation based on the dose , hepatic of flow , and total area under the plasma level - time twin after after administration was used retrospectively to predict the bioavailability blood @DRUG$ oral monozygotic administration of 1 @DRUG$ / kg-single oral doses to oral The dizygotic curve pairs .	The first - pass equation based on the dose , hepatic blood flow , and area under the plasma level - time curve after administration used retrospectively to predict the bioavailability of @DRUG$ after oral administration of 1 @DRUG$ / kg-single oral doses to monozygotic and dizygotic twin .	The bioavailability of @DRUG$ after oral administration of 1 @DRUG$ / kg-single oral doses to monozygotic and dizygotic twin pairs can be predicted retrospectively by using the first - pass equation based on the dose , hepatic blood flow , and total area under the plasma	0
0	The compounds acting on GABAergic systems may be further subdivided into those which modulate transmission through chloride channels, e.g. the barbiturates and the benzodiazepines; those compounds, in particular @DRUG$, which reduce the degradation of @DRUG$ by blocking GABA transaminase; and those which inhibit the re-uptake of GABA into the presynaptic terminal.	The compounds performing on GABAergic systems may be further subdivided into those which regulate transmission through chloride channels , for example the barbiturate and the benzodiazepines ; those compounds , in particular @DRUG$ , which reduce the degradation of @DRUG$ by blocking GABA transaminase ; and those which inhibit the re-uptake of GABA into the presynaptic terminus .	The compounds acting on GABAergic systems may be further e.g. into which which modulate those through chloride channels , subdivided the barbiturates and the benzodiazepines ; those compounds , in particular @DRUG$ , which reduce the degradation those @DRUG$ by blocking re-uptake transaminase ; and of transmission inhibit the GABA of GABA into the presynaptic terminal .	The compounds acting on GABAergic systems may be further subdivided into those which modulate transmission through chloride channels , e.g. the barbiturates and the ; those compounds in particular @DRUG$ , which reduce the degradation of @DRUG$ by blocking GABA transaminase ; and those which inhibit the re-uptake of GABA into the presynaptic terminal .	@DRUG$ inhibits the re-uptake of GABA into the presynaptic terminal, while @DRUG$ reduces the degradation of DRUGA by blocking GABA transaminase.	0
0	The presence of free @DRUG$-serine, @DRUG$ and D-proline in human plasma.	The presence of free @DRUG$ - serine , @DRUG$ and D-proline in human plasm .	plasma presence of free @DRUG$ - serine , @DRUG$ and D-proline in human The .	The presence of free @DRUG$ - serine , @DRUG$ and D-proline in human plasma .	The presence of free @DRUG$ - serine and @DRUG$ in human plasma .	0
0	EVIDENCE REVIEW: @DRUG$ significantly improves glycemic control vs placebo, as demonstrated by decreasing glycated hemoglobin, fasting plasma glucose, and postprandial plasma glucose levels when used as monotherapy; in initial combination with metformin; and as add-on therapy with @DRUG$, sulfonylurea (SU), or thiazolidinedione (TZD).	demonstrate brush up : @DRUG$ importantly improves glycemic control vs placebo , as demonstrated by decreasing glycated hemoglobin , fasting plasma glucose , and postprandial plasma glucose levels when used as monotherapy ; in initial combination with glucophage ; and as add together - on therapy with @DRUG$ , sulfonylurea ( SU ) , or thiazolidinedione ( TZD ) .	as REVIEW EVIDENCE @DRUG$ significantly improves glycemic control vs placebo , : demonstrated by decreasing glycated hemoglobin , fasting plasma glucose , sulfonylurea postprandial plasma glucose levels when used as initial ; SU monotherapy combination with metformin ; and as add - on therapy with @DRUG$ , and ( in ) , or thiazolidinedione ( TZD ) .	EVIDENCE REVIEW : @DRUG$ improves glycemic control vs placebo , as demonstrated by decreasing hemoglobin , fasting plasma glucose , and postprandial glucose levels when used as monotherapy ; in initial combination with metformin ; and as add - on therapy with @DRUG$ , sulfonylurea ( SU ) , or thiazolidinedione ( TZD )	@DRUG$ is a significantly better treatment for glycemic control than placebo. When used as monotherapy, DRUGA decreases glycated hemoglobin, fasting plasma glucose, and postprandial plasma glucose levels. When used in combination with metformin, DRUGA decreases glycated hemoglobin	1
0	For 40% fT>MIC and >97.5% PTA, the breakpoints were 0.125 @DRUG$/L (500 mg twice daily), 0.25 mg/@DRUG$ (250 mg three times daily and 875 mg twice daily), 0.5 mg/L (500 mg three times daily) and 1 mg/L (750, 875 or 1000 mg three times daily and 500 mg four times daily).	For twoscore % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 @DRUG$ / L ( 500 mg double day after day ) , 0.25 mg / @DRUG$ ( 250 mg threesome prison term day after day and 875 mg double day after day ) , 0.5 mg / L ( 500 mg threesome prison term day after day ) and one mg / L ( 750 , 875 or m mg threesome prison term day after day and 500 mg four prison term day after day ) .	For 40 % fT>MIC and > 97.5 % PTA three the breakpoints were 0.125 @DRUG$ / L ( 500 mg twice ) daily , twice mg / @DRUG$ ( mg 250 1000 times daily and 875 mg , daily ) , 0.5 mg / L ( 500 mg , times daily ) mg 1 and / L ( 750 0.25 875 or three mg three times daily and 500 mg four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , the were 0.125 @DRUG$ / L ( 500 mg twice daily ) , 0.25 mg / @DRUG$ ( 250 mg three times daily 875 mg twice ) , 0.5 mg / L 500 mg three times daily ) and 1 mg / L ( , 875 1000 mg three times and 500 mg four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 @DRUG$ / L ( 500 mg twice daily ) , 0.25 mg / @DRUG$ ( 250 mg three times daily and 875 mg twice daily ) , 0.5	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, @DRUG$, phenylbutazone, suxibuzone, tiaprofenic acid, @DRUG$, and tolmetin in urine samples.	This method reserve the detection of therapeutic concentrations of acemetacin , tempra ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , lodine , fenbufen , fenoprofen calcium , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naprosyn , @DRUG$ , phenylbutazone , suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in water samples .	This , acetaminophen the detection of therapeutic concentrations of acemetacin , , ( paracetamol ) , acetylsalicylic acid , diclofenac method acid allowed etodolac , fenbufen , fenoprofen , flufenamic diflunisal , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , , acid , mefenamic acid , mofebutazone meclofenamic samples , @DRUG$ , phenylbutazone , suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in urine naproxen .	method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin kebuzone , ketoprofen , lonazolac meclofenamic , mefenamic acid , mofebutazone , naproxen , @DRUG$ , phenylbutazone suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	Whereas 30% of the free steroids in urine after oral administration of 5 mg of F is F itself and 70% the inactive keto-product @DRUG$ (E), the urinary excretion of an identical dose of oral 9 alpha-fluorocortisol (9 alpha FF) is 90% 9 alpha FF and 10% inactive 9 alpha-fluorocortisone (9 alpha @DRUG$).	Whereas 30 % of the resign steroids in urine after viva presidential term of 5 mg of F is F itself and 70 % the still keto-product @DRUG$ ( atomic number  ) , the urinary excrement of an identical dose of viva 9 alpha-fluorocortisol ( 9 alpha FF ) is 90 % 9 alpha FF and 10 % still 9 alpha-fluorocortisone ( 9 alpha @DRUG$ ) .	steroids 30 alpha free the of Whereas in urine after oral administration of 5 of of F is F itself FF % % the inactive keto-product @DRUG$ ( E ) , the urinary excretion mg an identical dose of oral 9 alpha-fluorocortisol ( 9 alpha FF ) is 90 % 9 alpha and and 10 % inactive 9 alpha-fluorocortisone ( 9 70 @DRUG$ ) .	Whereas 30 % of the free steroids in urine after oral administration of 5 mg of F F itself and % the inactive keto-product @DRUG$ ( E ) , the urinary excretion of an identical of 9 alpha-fluorocortisol ( 9 alpha ) 90 % 9 alpha FF and 10 % inactive 9 alpha-fluorocortisone ( 9 alpha @DRUG$	30% of the free steroids in urine after oral administration of 5 mg of F is F itself and 70% the inactive keto-product @DRUG$. The urinary excretion of an identical dose of oral 9 alpha-fluorocortisol is 90% 9 alpha FF and 10% inactive	1
1	Verapamil and @DRUG$ cause a significant increase in plasma @DRUG$ concentrations.	Verapamil and @DRUG$ cause a important increase in plasma @DRUG$ concentrations .	Verapamil in @DRUG$ cause a significant increase and plasma @DRUG$ concentrations .	Verapamil and @DRUG$ cause a significant increase in plasma @DRUG$ concentrations .	The more @DRUG$ there is in the bloodstream, the more @DRUG$ there will be.	0
1	There is insufficient evidence to determine the relative efficacy or safety of cyclobenzaprine, carisoprodol, @DRUG$, tizanidine, metaxalone, methocarbamol, and @DRUG$.	There is insufficient prove to learn the relative efficacy or safety of cyclobenzaprine , carisoprodol , @DRUG$ , tizanidine , metaxalone , methocarbamol , and @DRUG$ .	There is metaxalone evidence to determine the tizanidine efficacy or safety of cyclobenzaprine , carisoprodol , @DRUG$ , relative , insufficient , methocarbamol , and @DRUG$ .	insufficient evidence to determine the relative efficacy or safety of cyclobenzaprine , carisoprodol , @DRUG$ , tizanidine , metaxalone , methocarbamol , and @DRUG$	There is not enough evidence to say whether or not cyclobenzaprine, carisoprodol, @DRUG$, tizanidine, metaxalone, methocarbamol, and @DRUG$ are effective or safe.	0
0	The association of rs4149056 with myopathy was replicated in the trial of 40 @DRUG$ of @DRUG$ daily, which also showed an association between rs4149056 and the cholesterol-lowering effects of simvastatin.	The connexion of rs4149056 with myopathy was replicated in the trial of  @DRUG$ of @DRUG$ daily , which also showed an connexion between rs4149056 and the cholesterin - lowering effects of simvastatin .	The association of rs4149056 with myopathy of replicated trial the in was 40 @DRUG$ of @DRUG$ daily , which also showed an of between rs4149056 and the cholesterol - lowering effects association simvastatin .	The association of rs4149056 with myopathy was replicated in the trial of 40 @DRUG$ of @DRUG$ daily , which also showed an association between rs4149056 and the cholesterol - lowering effects of simvastatin .	The association of rs4149056 with myopathy was replicated in the trial of 40 people who took @DRUG$ every day, which also showed an association between rs4149056 and the cholesterol-lowering effects of simvastatin.	1
0	When these slices were placed in a two-compartment bath, the cortical tissue could be depolarized, relative to the corpus callosum, by superfusions of high K+, or by amino acids such as @DRUG$-glutamate, L-aspartate, quisqualate, kainate and N-methyl @DRUG$-aspartate (NMDA).	When these slices were placed in a deuce -compartment bath , the cortical tissue could be depolarise , relative to the principal sum callosum , by superfusions of senior high grand + , or by amino acids such as @DRUG$ - glutamate , L-aspartate , quisqualate , kainate and N-methyl @DRUG$ - aspartate ( NMDA ) .	When a slices were placed in , two -compartment bath , the cortical , could by depolarized , relative to the corpus callosum , be superfusions of high K + tissue or by amino acids and as @DRUG$ - glutamate , L-aspartate , quisqualate these kainate such N-methyl @DRUG$ - aspartate ( NMDA ) .	When these slices were placed in a two -compartment bath , the cortical could be depolarized , relative to the corpus callosum , by superfusions of high K + , or amino acids such as @DRUG$ - glutamate , L-aspartate , quisqualate , kainate and N-methyl @DRUG$ - aspartate ( NMDA ) .	When these slices were placed in a two -compartment bath , the cortical tissue could be depolarized , relative to the corpus callosum , by superfusions of high K + , or by amino acids such as glutamate , L-aspartate , quisqualate , kainate	1
0	Both tests are applicable to a very large variety of honeys from different floral and geographical origins (@DRUG$, lavender, scrub, heath, alder, forest, lemon, acacia, chestnut, raspberry, mountain and flowers) as well as @DRUG$ of different colours (from blank honey to brown honey, including yellow and orange honey).	Both screen are applicable to a very large variety of honeys from different floral and geographic origins ( @DRUG$ , lavender , scrub , heathland , alder , forest , lemon , acacia , chestnut tree , raspberry , mountain and flower ) as well as @DRUG$ of different colours ( from blank honey to brown honey , including scandalmongering and orange honey ) .	Both tests variety applicable to , very large alder of honeys from different floral and geographical origins ( @DRUG$ mountain lavender a scrub , heath , are , forest , lemon , acacia , chestnut , honey , , and flowers ) as well as @DRUG$ of different colours ( from blank honey to brown honey , including yellow and orange raspberry ) .	Both tests are applicable to a very large variety of honeys from different floral and geographical origins ( @DRUG$ , lavender , , heath , alder , forest , lemon , acacia , chestnut , raspberry mountain and flowers ) as well as @DRUG$ of colours ( from blank honey to brown honey , including yellow and orange honey ) .	Both tests are applicable to a very large variety of honeys from different floral and geographical origins, as well as different colors of honey.	1
0	Mean PRT was also not significantly different between the two ethnic groups (whites, 9.11 +/- 1.11 @DRUG$/d; Asians, 7.22 +/- 1.15 mg/d; @DRUG$ = 0.19 using d0T data).	Mean PRT was besides not significantly different between the  ethnic groups ( whites , 9.11 +/- 1.11 @DRUG$ /d ; asiatic , 7.22 +/- 1.15 mg/d ; @DRUG$ = 0.19 using d0T data ) .	Mean 1.15 was also not significantly different between the using ethnic groups ( whites two 9.11 +/- 1.11 @DRUG$ /d ; Asians , 7.22 +/- PRT mg/d ; @DRUG$ = 0.19 , d0T data ) .	Mean PRT was also not significantly different between the two ethnic groups ( whites 9.11 +/- 1.11 @DRUG$ /d ; Asians , 7.22 +/- 1.15 mg/d ; @DRUG$ = 0.19 using d0T data )	Whites had a significantly higher mean PRT than Asians (9.11 +/- 1.11 @DRUG$ /d vs. 7.22 +/- 1.15 mg/d; @DRUG$ = 0.19 using d0T data).	0
1	In single-dose studies @DRUG$ has also compared favourably with aspirin, paracetamol (@DRUG$) and a few other non-steroidal anti-inflammatory drugs.	In single- dose studies @DRUG$ has besides compared favourably with aspirin , paracetamol ( @DRUG$ ) and a few other non-steroidal anti inflammatory drugs .	In single- dose studies @DRUG$ , drugs compared favourably with aspirin has paracetamol ( @DRUG$ ) and a few other non-steroidal anti-inflammatory also .	In single- dose studies @DRUG$ has also compared favourably with aspirin , paracetamol ( @DRUG$ ) and a few non-steroidal anti-inflammatory drugs .	@DRUG$ is better than aspirin, paracetamol, and a few other non-steroidal anti-inflammatory drugs in single-dose studies.	1
0	It has a low affinity for neuronal receptors, such @DRUG$ alpha(1)- and alpha(2)-adrenergic, dopamine D(2), histamine H(1), muscarinic, opioid and serotonin receptors, as well as ion channel binding sites and other neurotransmitter transporters, such as @DRUG$ and GABA transporters.	It has a miserable chemical attraction for neuronal receptors , such @DRUG$ alpha ( 1 ) - and alpha ( 2 ) - adrenergic , dopamine five hundred ( 2 ) , histamine H ( 1 ) , muscarinic , opioid and  hydroxytryptamine receptors , as well as ion channel stick to sites and other neurotransmitter transporters , such as @DRUG$ and gaba transporters .	It has a low affinity for ) receptors , such @DRUG$ alpha dopamine 1 neuronal - and alpha ( 2 ) - adrenergic , ( D ( as ) , histamine H ( 1 ) , muscarinic , opioid and serotonin receptors , 2 well as binding channel ion sites and other neurotransmitter transporters , such as @DRUG$ GABA and transporters .	It has a low affinity for neuronal receptors , such @DRUG$ alpha ( 1 - and alpha ( 2 ) - adrenergic dopamine D ( 2 ) , histamine H ( 1 ) muscarinic , opioid and serotonin receptors , as well ion channel binding sites and other neurotransmitter transporters , such as @DRUG$ and GABA transporters	@DRUG$ has a low affinity for most neurotransmitter receptors and other transporter proteins, while @DRUG$ has a high affinity for these proteins.	0
0	There have been no reports of atrioventricular block or bronchospasm with either @DRUG$ or @DRUG$ in published trials.	There have been no reports of atrioventricular block or bronchospasm with either @DRUG$ or @DRUG$ in put out trials .	There have block no reports of atrioventricular been or bronchospasm with either @DRUG$ or @DRUG$ in published trials .	There have been no reports of atrioventricular or bronchospasm with either @DRUG$ or @DRUG$ in trials .	There have been no reports of atrioventricular block or bronchospasm with either @DRUG$ or @DRUG$ in published trials, indicating that the two drugs are safe to use together.	0
0	@DRUG$ an adjunct therapy to levodopa in patients with more advanced Parkinson's disease, ropinirole was reported to be as effective as @DRUG$ and significantly more effective than placebo.	@DRUG$ an appurtenant therapy to brocadopa in patient role with more advanced Parkinson 's disease , ropinirole was reported to be as effective as @DRUG$ and significantly more effective than placebo .	@DRUG$ an patients therapy to levodopa in with adjunct more advanced Parkinson 's disease , was ropinirole reported to be as effective as @DRUG$ and significantly more effective than placebo .	@DRUG$ an adjunct therapy to levodopa in patients with more advanced Parkinson 's disease , was reported to be as effective as @DRUG$ and significantly more effective than placebo .	@DRUG$ is more effective than placebo, and @DRUG$ is as effective as DRUGA.	0
0	@DRUG$ and its analog SN-38, the active metabolite of @DRUG$, inhibit binding of the transcriptional regulator and oncoprotein FUBP1 to its DNA target sequence FUSE.	@DRUG$ and its analog SN - 38 , the active metabolite of @DRUG$ , curb tie up of the transcriptional regulator and oncoprotein FUBP1 to its deoxyribonucleic acid target sequence FUSE .	@DRUG$ and its analog SN of 38 , of active metabolite the @DRUG$ , inhibit binding - regulator transcriptional the and oncoprotein FUBP1 to its DNA target sequence FUSE .	@DRUG$ and its analog SN 38 , the active metabolite of @DRUG$ , inhibit binding of the transcriptional regulator and oncoprotein FUBP1 to its DNA target sequence FUSE .	@DRUG$ and @DRUG$ both inhibit the binding of the transcriptional regulator and oncoprotein FUBP1 to its DNA target sequence FUSE .	0
0	The apparent absorption rate constant (ka) of [(14)C]bepotastine in the small intestine was greatly increased by @DRUG$ and verapamil, especially in the distal portion, and the site-specific absorption of [(14)C]@DRUG$ disappeared.	The unmistakable absorption rank constant ( ka ) of [ ( 14 ) C ] bepotastine in the belittled bowel was greatly increased by @DRUG$ and verapamil , especially in the distal portion , and the site-specific absorption of [ ( 14 ) C ] @DRUG$ disappeared .	The apparent absorption rate constant [ ka ) of [ greatly 14 ) C ] ( in the small intestine was in increased by @DRUG$ and verapamil , especially ( the distal portion , and the site-specific absorption of bepotastine ( 14 ) C ] @DRUG$ disappeared .	apparent absorption rate constant ( ka ) of [ 14 ) C ] bepotastine in the intestine greatly increased by @DRUG$ and verapamil , especially in the distal portion , and the site-specific absorption of 14 ) C ] @DRUG$ disappeared	The absorption rate of bepotastine was greatly increased by @DRUG$ and verapamil, especially in the distal portion, and the site-specific absorption of @DRUG$ disappeared.	0
0	Inhibitors of CYP3A4, such @DRUG$ @DRUG$, and of CYP2D6, such as paroxetine, increase methadone blood concentrations.	Inhibitors of CYP3A4 , such @DRUG$ @DRUG$ , and of CYP2D6 , such as paroxetine , increase fixer blood absorption .	Inhibitors of CYP3A4 , such @DRUG$ @DRUG$ , and of CYP2D6 blood such as increase , paroxetine methadone , concentrations .	Inhibitors of CYP3A4 , @DRUG$ @DRUG$ , and of CYP2D6 , such as paroxetine , increase methadone blood concentrations .	If you take a drug that inhibits CYP3A4 or CYP2D6, it will increase the blood concentrations of methadone.	1
0	In the substudy, @DRUG$ levels decreased from 37.5 +/- 57.1 to 20.5 +/- 41.9 @DRUG$/dL (P = .005).	inch the substudy , @DRUG$ levels decreased from 37.5 +/- 57.1 to 20.5 +/- 41.9 @DRUG$ / dL ( p = .005 ) .	In the substudy , @DRUG$ levels decreased from P +/- 57.1 to 20.5 +/- 41.9 @DRUG$ ( dL / 37.5 = .005 ) .	In substudy , @DRUG$ levels decreased from 37.5 +/- to 20.5 +/- 41.9 @DRUG$ / ( P = .005 ) .	@DRUG$ levels decreased from 37.5 +/- 57.1 to 20.5 +/- 41.9 @DRUG$ / dL ( P = .005 ) .	0
0	Fibrosis and pneumoconiosis have been documented in workers involved in the mining and processing of @DRUG$ Silicate, @DRUG$ Silicate, Zirconium Silicate, Fuller's Earth, Kaolin, Montmorillonite, Pyrophyllite, and Zeolite.	Fibrosis and pneumoconiosis have been documented in workers involved in the mining and processing of @DRUG$ Silicate , @DRUG$ Silicate , Zirconium Silicate , wide 's terra firma , Kaolin , Montmorillonite , Pyrophyllite , and zeolite .	Fibrosis and pneumoconiosis have been 's Zirconium workers involved in Fuller mining and processing of @DRUG$ Silicate , @DRUG$ Silicate , in Silicate , the documented Earth , Kaolin , Montmorillonite , Pyrophyllite , and Zeolite .	Fibrosis and pneumoconiosis have been documented in workers involved in the mining and of @DRUG$ Silicate , @DRUG$ Silicate , Zirconium Silicate Fuller 's Earth , Kaolin , Montmorillonite , Pyrophyllite , and Zeolite .	Fibrosis and pneumoconiosis have been documented in workers involved in the mining and processing of @DRUG$ Silicate , @DRUG$ Silicate , Zirconium Silicate , Fuller 's Earth , Kaolin , Montmorillonite , Pyrophyllite , and Zeolite	0
0	The calculated values (mean +/- SD) of Vm, Km, and Kmf (Km in terms of unbound SA) were 43.4 +/- 10.1 mg @DRUG$/hr, 14.3 +/- 3.4 mg SA/l plasma, and 0.75 +/- 0.15 mg unbound SA/@DRUG$ plasma.	The calculated appreciate ( mean +/- mount rushmore state ) of Vm , Km , and Kmf ( Km in price of unbind SA ) were 43.4 +/- 10.1 mg @DRUG$ / hr , 14.3 +/- 3.4 mg SA /  plasma , and 0.75 +/- 0.15 mg unbind SA / @DRUG$ plasma .	The calculated values ( mean +/- SD ) of Vm , Km , and +/- ( Kmf in terms of unbound +/- ) were 43.4 SA 10.1 mg @DRUG$ / l , 14.3 hr 3.4 mg SA / Km plasma , and 0.75 +/- 0.15 mg unbound SA / @DRUG$ plasma .	The calculated values mean +/- SD ) of Vm , Km , and Kmf ( in terms of unbound SA ) +/- 10.1 mg @DRUG$ / hr , 14.3 +/- 3.4 mg SA / l plasma , and 0.75 +/- mg unbound SA / @DRUG$ plasma .	The calculated values ( mean +/- SD ) of Vm , Km , and Kmf ( Km in terms of unbound SA ) were 43.4 +/- 10.1 mg @DRUG$ / hr , 14.3 +/- 3.4 mg SA / l plasma , and 0.	1
1	To investigate the effects of zopiclone on the central nervous system, we examined the effects of zopiclone on brain monoamines such as @DRUG$ (DA), noradrenaline (NA) and serotonin (5-HT) and their metabolites such as homovanillic acid (HVA) and 5-hydroxyindoleacetic acid (5-HIAA), as well as locomotor activity in comparison with those of nitrazepam and @DRUG$.	To look into the effects of zopiclone on the central spooky system , we examine the effects of zopiclone on mastermind monoamines such as @DRUG$ ( DA ) , norepinephrine ( NA ) and serotonin ( quintet - HT ) and their metabolites such as homovanillic acid ( HVA ) and quintet - hydroxyindoleacetic acid ( quintet - HIAA ) , as well as locomotive activity in comparison with those of nitrazepam and @DRUG$ .	hydroxyindoleacetic investigate the effects of zopiclone on the central as system , we examined the effects of zopiclone on , monoamines ) as @DRUG$ ( DA ) ( noradrenaline ( ( such and serotonin ( 5 - HT ) and their metabolites such as homovanillic acid NA HVA ) and 5 - To acid brain 5 - HIAA ) , nervous well as locomotor activity in comparison and those of nitrazepam with @DRUG$ .	To the effects of zopiclone on the nervous system , we examined the effects of zopiclone on monoamines such @DRUG$ ( DA , noradrenaline ( NA ) and serotonin ( 5 - HT ) and their metabolites such as homovanillic acid ( ) and 5 - hydroxyindoleacetic acid ( 5 - HIAA ) , as well as locomotor activity in comparison with those of nitrazepam and @DRUG$ .	Zopiclone affects brain monoamines such as DA, NA, and 5-HT, as well as locomotor activity, in comparison with nitrazepam and @DRUG$.	1
0	The resulting nitrogen radical cation, which might activate the chlorines of DF, then undergoes a GST-catalyzed nucleophilic aromatic substitution reaction in which the @DRUG$ atom of the DF moiety is replaced by @DRUG$.	The resulting nitrogen ultra cation , which might activate the chlorines of DF , then undergoes a GST - catalyzed nucleophilic redolent substitution response in which the @DRUG$ atom of the DF moiety is replaced by @DRUG$ .	The resulting nitrogen undergoes the , which might activate the chlorines of DF , then radical a GST - catalyzed reaction aromatic substitution nucleophilic in which the @DRUG$ atom of cation DF moiety is replaced by @DRUG$ .	The resulting nitrogen radical cation , which might activate the chlorines of DF , then undergoes a GST - catalyzed aromatic substitution the @DRUG$ atom of the DF moiety is replaced by @DRUG$ .	@DRUG$ is replaced by @DRUG$ in a nucleophilic aromatic substitution reaction.	0
0	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (P less than or equal to .05) than the infected unmedicated controls @DRUG$ well as sulfaquinoxaline, nicarbazine, @DRUG$, amprolium-ethopabate, clopidol, buquinolate, decoquinate and nequinate medicated groups.	Lasalocid medicated chicks were heavier , converted feast more efficiently , prove less pathologic lesions , and had gloomy mortality ( P less than or equal to .05 ) than the taint unmedicated controls @DRUG$ intimately as sulfaquinoxaline , nicarbazine , @DRUG$ , amprolium - ethopabate , clopidol , buquinolate , decoquinate and nequinate medicated groups .	Lasalocid medicated chicks were heavier , mortality feed more efficiently , showed less pathologic lesions , and had lower converted ( P less than or equal to .05 the than ) infected unmedicated controls @DRUG$ well as sulfaquinoxaline and nicarbazine , @DRUG$ , amprolium - ethopabate , clopidol , buquinolate , decoquinate , nequinate medicated groups .	Lasalocid medicated chicks were heavier , converted feed more efficiently showed less lesions , and had lower mortality ( P less than or equal to ) than infected unmedicated controls @DRUG$ well as sulfaquinoxaline , nicarbazine , @DRUG$ , amprolium - ethopabate , clopidol , buquinolate , decoquinate and nequinate medicated groups .	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (P less than or equal to .05) than the infected unmedicated controls @DRUG$ as well as sulfaquinoxaline, nicarbazine, @DRUG$	0
1	For patients with disease that is refractory to fluoropyrimidines, @DRUG$, irinotecan, and biologic agents targeting the vascular endothelial growth factor and epidermal growth factor receptor pathways, novel treatment options @DRUG$/tipiracil (TAS-102) and regorafenib can be effective disease stabilizers.	For patients with disease that is refractory to fluoropyrimidines , @DRUG$ , irinotecan , and biological agents targeting the vascular endothelial growth factor and epidermal growth factor sense organ pathways , fresh intervention options @DRUG$ / tipiracil ( TAS - 102 ) and regorafenib can be effective disease stabilizers .	For ) with disease that is refractory , fluoropyrimidines to @DRUG$ , irinotecan , TAS biologic and targeting the vascular endothelial growth factor and epidermal growth factor receptor pathways , novel treatment options @DRUG$ / tipiracil ( agents - 102 patients and regorafenib can be effective disease stabilizers .	For patients with disease that is refractory to fluoropyrimidines , @DRUG$ , irinotecan , and biologic agents targeting the vascular growth factor and epidermal growth factor receptor pathways , novel treatment options @DRUG$ / tipiracil ( TAS - 102 and regorafenib can be effective stabilizers .	For patients with disease that is refractory to fluoropyrimidines (drugs that include 5-fluorouracil and capecitabine), @DRUG$ (drugs that include irinotecan and biologic agents targeting the vascular endothelial growth factor and epider	1
0	Intravenous @DRUG$ (0, 15 and 30 @DRUG$) was administered on three different days after 5 days of double-blind cross-over treatment with either isradipine or matching placebo.	intravenous @DRUG$ ( 0 , 15 and 30 @DRUG$ ) was administered on three different clarence day after quintet clarence day of double - blind cross-over treatment with either isradipine or matching placebo .	Intravenous @DRUG$ ( 0 , 15 and 30 @DRUG$ with was administered on either different days after 5 days of double - blind cross-over three ) treatment isradipine or matching placebo .	Intravenous @DRUG$ ( 0 , 15 and 30 @DRUG$ ) was administered on three different days after 5 days of double blind cross-over with either isradipine or matching placebo .	Intravenous @DRUG$ ( 0 , 15 and 30 @DRUG$ ) was administered on three different days after 5 days of double - blind cross-over treatment with either isradipine or matching placebo ."DRUGA was administered intravenously (given through a vein) on	0
1	We investigated the effects of @DRUG$ on CDDP-induced changes of renal malondialdehyde (@DRUG$), a lipid peroxidation product, and blood urea nitrogen (BUN) and serum creatine (Cr).	We investigated the effects of @DRUG$ on CDDP - induced changes of renal malondialdehyde ( @DRUG$ ) , a lipid peroxidation mathematical product , and stock carbamide nitrogen ( BUN ) and serum creatine ( Cr ) .	We investigated the effects of @DRUG$ on CDDP urea ) changes of renal malondialdehyde ( @DRUG$ ) , a lipid peroxidation , product and blood - nitrogen ( BUN ) and serum creatine ( Cr induced .	We investigated the effects of @DRUG$ on CDDP - induced changes renal malondialdehyde ( @DRUG$ ) , a lipid peroxidation product , and blood urea nitrogen ( BUN ) and serum creatine ( ) .	We investigated how @DRUG$ affects CDDP - induced changes of renal malondialdehyde ( @DRUG$ ) , a lipid peroxidation product , and blood urea nitrogen ( BUN ) and serum creatine ( Cr ) .	0
0	Pharmacokinetics of @DRUG$ and @DRUG$ from two consecutive contraceptive patches.	Pharmacokinetics of @DRUG$ and @DRUG$ from  consecutive contraceptive patches .	Pharmacokinetics contraceptive @DRUG$ and @DRUG$ from two consecutive of patches .	Pharmacokinetics of @DRUG$ and @DRUG$ from consecutive contraceptive .	The pharmacokinetics of @DRUG$ and @DRUG$ from two consecutive contraceptive patches.	0
0	To address the unmet need of improved influenza therapy, we have created @DRUG$, an isopropylester prodrug of the ribonucleoside analog N 4-hydroxycytidine (@DRUG$, EIDD-1931) that has shown broad anti-influenza virus activity in cultured cells and mice.	To address the unmet need of improved influenza therapy , we have make @DRUG$ , an isopropylester prodrug of the ribonucleoside analog atomic number  four - hydroxycytidine ( @DRUG$ , EIDD - 1931 ) that has shown broad anti-influenza virus natural process in cultured cells and mice .	To address the unmet need of improved influenza cultured , we have created @DRUG$ , an isopropylester prodrug of the ribonucleoside analog 1931 in - hydroxycytidine ( @DRUG$ , EIDD - N ) that and shown broad anti-influenza virus activity 4 therapy cells has mice .	To address the unmet of improved therapy , we created @DRUG$ , an isopropylester prodrug of the ribonucleoside analog N - hydroxycytidine ( @DRUG$ , - 1931 ) that has shown broad anti-influenza virus activity in cultured cells and mice .	@DRUG$ is a prodrug of @DRUG$, which is a ribonucleoside analog that has shown broad anti-influenza virus activity in cultured cells and mice.	0
0	Inhibition of adenylyl cyclase was partly rescued by Galpha(i)2 or Galpha(i)3, but Galpha(o) alone completely reconstituted @DRUG$-mediated inhibition of BayK8644-induced L-type @DRUG$ channel activation.	prohibition of adenylyl cyclase was partially deliver by Galpha ( i ) 2 or Galpha ( i ) 3 , but Galpha ( type o ) alone completely reconstituted @DRUG$ - mediated inhibition of BayK8644 - induced L-type @DRUG$ channel activation .	Inhibition , adenylyl cyclase was partly rescued by Galpha alone i ) 2 or Galpha reconstituted i ) 3 of but Galpha ( ( ) o completely ( @DRUG$ - mediated inhibition of BayK8644 - induced L-type @DRUG$ channel activation .	Inhibition of adenylyl cyclase was partly rescued by Galpha ( i ) 2 or Galpha i ) 3 , but Galpha o ) alone completely reconstituted @DRUG$ - mediated inhibition of BayK8644 - induced L-type @DRUG$ channel activation .	@DRUG$ inhibits adenylyl cyclase, which in turn inhibits the activation of L-type @DRUG$ channels. However, the inhibition of adenylyl cyclase can be partially rescued by the presence of Galpha ( i ) 2 or Galpha ( i ) 3 , but	0
0	In each study, feeder pigs with clinical SRD were randomly assigned in equal numbers to a group treated with @DRUG$ given as a single injection at 2.5 @DRUG$/kg of body weight or to a saline-treated control group.	In each study , feeder pigs with clinical SRD were randomly assigned in equal numbers to a group treated with @DRUG$ given as a single injection at 2.5 @DRUG$ / kilo of eubstance weight down or to a saline solution -treated control group .	In each study numbers feeder pigs with clinical SRD were randomly assigned a to , equal a group treated with @DRUG$ given as a single injection at 2.5 @DRUG$ / kg of body weight group to in saline -treated control or .	In each study , feeder pigs clinical SRD were randomly assigned in equal numbers to a group treated with @DRUG$ given as a single injection at 2.5 @DRUG$ / kg of body weight or to a saline -treated control group	In each study, feeder pigs with clinical SRD were randomly assigned in equal numbers to a group treated with @DRUG$ given as a single injection at 2.5 @DRUG$ / kg of body weight or to a saline -treated control group.	0
0	Test samples at 0.01-1.0 mmol/@DRUG$ (carteolol hydrochloride, timolol maleate, @DRUG$ hydrochloride, levobunolol hydrochloride, or nipradilol) were added to the HCECs before, during, or after UVB irradiation.	screen samples at 0.01 - 1.0 mmol / @DRUG$ ( carteolol hydrochloride , timolol maleate , @DRUG$ hydrochloride , levobunolol hydrochloride , or nipradilol ) were add together to the HCECs before , during , or after UVB ray .	Test samples at before ( irradiation mmol / @DRUG$ - carteolol hydrochloride , timolol maleate , @DRUG$ hydrochloride , levobunolol hydrochloride , or nipradilol ) were added to the HCECs 0.01 , during , or after UVB 1.0 .	Test samples at - mmol / @DRUG$ ( carteolol hydrochloride timolol , @DRUG$ hydrochloride , levobunolol hydrochloride , or nipradilol ) were added to the HCECs , during or after UVB irradiation .	Test samples at 0.01 - 1.0 mmol / @DRUG$ ( carteolol hydrochloride , timolol maleate , @DRUG$ hydrochloride , levobunolol hydrochloride , or nipradilol ) were added to the HCECs	0
1	In both studies @DRUG$ gave high levels of response, with 51/96 (53%) participants experiencing at least 50% pain relief with dexibuprofen 200 mg and 35/50 (70%) with dexibuprofen 400 mg, compared with 75/147 (51%) with racemic @DRUG$ 400 mg, and 12/62 (13%) with placebo.	In both meditate @DRUG$ gave high up degree of response , with 51/96 ( 53 % ) participants experiencing at least fifty % infliction relief with dexibuprofen 200 mg and 35/50 ( 70 % ) with dexibuprofen 400 mg , compared with 75/147 ( 51 % ) with racemic @DRUG$ 400 mg , and 12/62 ( thirteen % ) with placebo .	In both studies @DRUG$ gave high levels of 35/50 , least 51/96 ( 53 % ) participants experiencing at mg 50 with pain relief with and 200 with dexibuprofen response ( 70 % ) % dexibuprofen 400 mg , compared with 75/147 ( 51 % ) with racemic @DRUG$ 400 mg , and 12/62 ( placebo % ) with 13 .	In both studies @DRUG$ gave high levels response , with 51/96 53 % ) participants experiencing at least 50 % pain relief with dexibuprofen 200 mg and 35/50 ( 70 % ) with dexibuprofen 400 mg , compared with 75/147 ( 51 % ) with racemic @DRUG$ 400 mg , and 12/62 ( 13 % ) with placebo .	@DRUG$ gave high levels of response, with 53% of participants experiencing at least 50% pain relief with dexibuprofen 200 mg and 70% with dexibuprofen 400 mg, compared with 51% with racemic @DRUG$ 400 mg, and 13% with placebo.	0
1	The effect of @DRUG$, 2.5 mg daily, on blood pressure, electrolyte balance and the renin-@DRUG$ system was studied in 11 patients with essential hypertension.	The effect of @DRUG$ , 2.5 mg daily , on blood press , electrolyte balance and the renin-@DRUG$ system was analyze in 11 patients with essential hypertension .	The effect of @DRUG$ , 2.5 the daily , on blood pressure , in balance and mg renin-@DRUG$ system was studied electrolyte 11 patients with essential hypertension .	The effect of @DRUG$ , 2.5 mg daily , on pressure , electrolyte balance and the renin-@DRUG$ system was studied in 11 patients with essential hypertension .	The effect of @DRUG$ on blood pressure, electrolyte balance and the renin-@DRUG$ system was studied in 11 patients with essential hypertension.	0
0	Transport mechanisms responsible for the absorption of loracarbef, @DRUG$, and @DRUG$ axetil into human intestinal Caco-2 cells.	Transport mechanics responsible for the absorption of loracarbef , @DRUG$ , and @DRUG$ axetil into man intestinal Caco - 2 cells .	Transport mechanisms responsible for the absorption of loracarbef , @DRUG$ , and @DRUG$ cells into human intestinal Caco - axetil 2 .	Transport mechanisms responsible the absorption loracarbef , @DRUG$ , and @DRUG$ into human intestinal Caco - 2 cells .	The absorption of loracarbef into human intestinal Caco-2 cells is mediated by transport mechanisms responsible for the absorption of @DRUG$ and @DRUG$ axetil.	0
0	In addition to its well-established function as a component of the mitochondrial respiratory chain, ubiquinone has in recent years acquired increasing attention with regard to its function in the reduced form (@DRUG$) @DRUG$ an antioxidant.	In addition to its well - established mathematical function as a component part of the mitochondrial respiratory chain , ubiquinone has in late years acquired increasing aid with regard to its mathematical function in the reduced form ( @DRUG$ ) @DRUG$ an antioxidant .	In addition to its well - chain function as a component of the mitochondrial respiratory established , increasing has in attention years acquired ubiquinone recent function regard to its with in the reduced form ( @DRUG$ ) @DRUG$ an antioxidant .	addition to its well - established function as a component of the mitochondrial respiratory chain , ubiquinone has in years acquired increasing attention with regard to its function in the reduced form @DRUG$ ) @DRUG$ an antioxidant .	Ubiquinone is a molecule that is found in the mitochondria and is responsible for the respiratory chain. It has also been shown to have antioxidant properties in the reduced form.	1
0	In contrast, @DRUG$, which corresponds to the terpene moiety of @DRUG$, only slightly inhibited CYP1A1 activity.	In contrast , @DRUG$ , which corresponds to the terpene moiety of @DRUG$ , only slimly inhibited CYP1A1 bodily function .	which contrast , @DRUG$ , In corresponds to the terpene moiety of @DRUG$ , only activity inhibited CYP1A1 slightly .	contrast , @DRUG$ , corresponds to the terpene moiety of @DRUG$ , only inhibited CYP1A1 activity .	@DRUG$, which is a terpene, only slightly inhibits CYP1A1 activity, while @DRUG$, which is also a terpene, significantly inhibits CYP1A1 activity.	0
0	For instance, included are descriptions of (1) inhibitors of HA cleavage, such as @DRUG$, camostat, gabexate, epsilon-aminocapronic acid and aprotinin, (2) inhibitors of fusion and entry, such @DRUG$ benzoquinones and hydroquinones, CL 385319, BMY-27709, stachyflin, and their analogues, (3) inhibitors of viral RNPs/polymerase/endonuclease, such as T-705, L-735,822, flutimide and their analogues, (4) inhibitors of MEK, such as PD 0325901, CI-1040 and ARRY-142886, and (5) inhibitors of NA such as DANA, FANA, zanamivir, and oseltamivir, etc.	For instance , included are descriptions of ( ace ) inhibitors of ha segmentation , such as @DRUG$ , camostat , gabexate , epsilon-aminocapronic zen and aprotinin , ( two ) inhibitors of fusion and launching , such @DRUG$ benzoquinones and hydroquinones , CL 385319 , BMY - 27709 , stachyflin , and their analogue , ( 3 ) inhibitors of viral RNPs / polymerase / endonuclease , such as T-705 , L-735,822 , flutimide and their analogue , ( quaternity ) inhibitors of mujahidin e khalq organization , such as atomic number  0325901 , curie - 1040 and ARRY - 142886 , and ( 5 ) inhibitors of NA such as DANA , FANA , zanamivir , and oseltamivir , etc .	For instance , as are descriptions of ( 1 ) aprotinin of acid cleavage , such as @DRUG$ , camostat , gabexate , epsilon-aminocapronic HA and inhibitors , ( BMY ) inhibitors of their and ) , such @DRUG$ benzoquinones and hydroquinones , CL 385319 , 2 - 27709 , such , and fusion analogues , ( 3 entry inhibitors of viral RNPs , polymerase / endonuclease , stachyflin included T-705 , L-735,822 and flutimide and their analogues , ( 4 ) inhibitors of MEK and such as PD 0325901 , CI - 1040 and ARRY - 142886 , , ( 5 ) inhibitors of NA such as DANA , FANA , zanamivir , , oseltamivir / etc .	For instance , included are descriptions of ( 1 ) inhibitors of HA cleavage , such as @DRUG$ , camostat , gabexate , epsilon-aminocapronic acid and , ( 2 ) inhibitors of fusion and entry , such @DRUG$ benzoquinones and hydroquinones , CL 385319 , BMY - 27709 , stachyflin , and their analogues , ( 3 inhibitors viral RNPs / polymerase / endonuclease , such as T-705 , , flutimide and , 4 ) inhibitors of MEK as PD 0325901 , CI and ARRY - 142886 , and ( 5 ) inhibitors of NA such as DANA , FANA , zanamivir and oseltamivir , etc .	@DRUG$ is an inhibitor of HA cleavage, while @DRUG$ is an inhibitor of fusion and entry.	0
0	This review highlights the design and development of fesoterodine (Toviaz) as a prodrug of 5-hydroxymethyl tolterodine (5-@DRUG$), which is also the active metabolite of @DRUG$, for the treatment of overactive bladder (OAB).	This look back highlights the design and exploitation of fesoterodine ( Toviaz ) as a prodrug of 5 - hydroxymethyl tolterodine ( 5 - @DRUG$ ) , which is also the fighting metabolite of @DRUG$ , for the treatment of overactive vesica ( OAB ) .	This review highlights ) design and development of fesoterodine ( Toviaz hydroxymethyl as a prodrug of 5 - for tolterodine ( 5 overactive @DRUG$ ) , which is also the active metabolite of @DRUG$ , the the treatment of - bladder ( OAB ) .	This review highlights the design and development of fesoterodine ( Toviaz ) as a prodrug of 5 - hydroxymethyl tolterodine ( 5 - @DRUG$ ) , which also the active metabolite of @DRUG$ for the treatment of overactive bladder OAB ) .	@DRUG$ is a prodrug of @DRUG$, which is also the active metabolite of DRUGB.	0
1	Although pizotifen, cyproheptadine and @DRUG$ are considered to be relatively specific for 5-HT2 receptors, these agents and @DRUG$ all share a high affinity for 5-HT1C binding sites; ketanserin, however, has little affinity for these sites, thus activation of 5-HT1C receptors may be an important step in the pathogenesis of migraine.	Although pizotifen , cyproheptadine and @DRUG$ are considered to be relatively particular for phoebe - HT2 receptors , these agents and @DRUG$ all share a high affinity for phoebe - HT1C binding sites ; ketanserin , notwithstanding , has little affinity for these sites , so activation of phoebe - HT1C receptors crataegus laevigata be an important step in the pathogenesis of megrim .	Although pizotifen , cyproheptadine and @DRUG$ are considered to be relatively specific for 5 - HT2 receptors , these agents and @DRUG$ the share a high affinity ketanserin 5 - HT1C binding sites ; all , however receptors , little affinity for these sites , thus activation of 5 - HT1C has may be an in step important for pathogenesis of migraine .	pizotifen , cyproheptadine and @DRUG$ are considered to be relatively specific for 5 - HT2 receptors these agents and @DRUG$ all share a high affinity for 5 - HT1C binding sites ; ketanserin , however , has little affinity for these , thus activation of 5 - HT1C receptors may be an important step the pathogenesis of migraine .	Although pizotifen, cyproheptadine, and @DRUG$ are considered to be relatively specific for 5-HT2 receptors, these agents and @DRUG$ all share a high affinity for 5-HT1C binding sites; ketanserin, however, has little	0
0	This agent acts synergistically with many penicillins, such @DRUG$ ampicillin, carbenicillin, and the like, and with cephalosporins, cefazolin, cefamandole, or @DRUG$ to inhibit gram-negative bacilli, probably on the basis of binding to different proteins needed for the production of the peptidoglycan of the bacterial cell wall.	This agentive role acts synergistically with many penicillins , such @DRUG$ ampicillin , carbenicillin , and the like , and with cephalosporins , cefazolin , cefamandole , or @DRUG$ to inhibit gram-negative bacillus , probably on the basis of stick to different proteins requisite for the production of the peptidoglycan of the bacterial cellular telephone wall .	This with acts synergistically agent many penicillins of such @DRUG$ ampicillin , carbenicillin , and the like binding and with cephalosporins , cefazolin , cefamandole bacterial or @DRUG$ to different gram-negative bacilli , probably on the basis of , to inhibit proteins needed for the production , the peptidoglycan of the , cell wall .	This agent acts synergistically with many penicillins , such @DRUG$ ampicillin , carbenicillin , and the like , and with cephalosporins , cefazolin , cefamandole , or @DRUG$ to inhibit gram-negative bacilli , probably on the basis of binding to proteins for production of the of the bacterial wall .	@DRUG$ and @DRUG$ work together to inhibit the growth of gram-negative bacteria. DRUGA binds to different proteins needed for the production of the peptidoglycan of the bacterial cell wall, while DRUGB binds to other proteins needed for the production of the peptidoglycan	0
0	While patients were receiving study medications (exposure period), in the @DRUG$ group, @DRUG$ compared with the fluconazole group, there were fewer breakthrough invasive fungal infections (2.4% vs. 7.6%, P=0.004), particularly invasive aspergillosis (1.0% vs. 5.9%, P=0.001).	While patient role were receiving subject field medicinal drug ( exposure full point ) , in the @DRUG$ group , @DRUG$ compared with the fluconazole group , there were fewer breakthrough encroaching fungal infections ( 2.4 % vs. 7.6 % , P=0.004 ) , particularly encroaching aspergillosis ( 1.0 % vs. 5.9 % , P=0.001 ) .	While % were receiving study medications ( exposure period vs. , in 7.6 @DRUG$ group , @DRUG$ compared with the fluconazole there , group were fewer % invasive fungal infections ( 2.4 % vs. the breakthrough , P=0.004 ) , particularly invasive aspergillosis ( 1.0 % ) 5.9 patients , P=0.001 ) .	While patients were receiving study medications exposure period ) , in the @DRUG$ group , @DRUG$ compared with the fluconazole group there were fewer breakthrough invasive infections ( 2.4 % vs. 7.6 % , ) , particularly invasive aspergillosis ( 1.0 % vs. 5.9 % , P=0.001 ) .	During the exposure period, patients who received study medications in the @DRUG$ group had fewer breakthrough invasive fungal infections, particularly invasive aspergillosis, than patients who received fluconazole.	1
0	Subjects were tasted overnight before receiving a single oral dose of a 100 @DRUG$ solution [14C] @DRUG$ HCl.	depicted object were tasted overnight before receiving a single viva voce dose of a 100 @DRUG$ solution [ 14C ] @DRUG$ HCl .	oral were tasted overnight before receiving a single Subjects dose of 100 a @DRUG$ solution [ 14C ] @DRUG$ HCl .	Subjects were tasted overnight before receiving a single oral dose of a 100 @DRUG$ solution [ 14C ] @DRUG$ HCl	Subjects were tasted overnight before receiving a single oral dose of a 100 @DRUG$ solution [ 14C ] @DRUG$ HCl ."Subjects were tasted overnight before receiving a single oral dose of a 100 DRUGA solution [14C] DRUGB HCl.	0
0	In addition to ceftiofur, the following antimicrobial agents or combinations were tested: @DRUG$, ampicillin, sulfamethazine, trimethoprim-sulfadiazine (1:19), erythromycin, lincomycin, spectinomycin, lincomycin-@DRUG$ (1:8), tilmicosin, and tetracycline.	atomic number  addition to ceftiofur , the following antimicrobial agentive role or combinations were tested : @DRUG$ , sk ampicillin , sulfamethazine , trimethoprim-sulfadiazine ( 1:19 ) , erythrocin , lincomycin , spectinomycin , lincomycin - @DRUG$ ( 1:8 ) , tilmicosin , and tetracycline .	In addition , ceftiofur , the following antimicrobial sulfamethazine or combinations , tested : @DRUG$ , ampicillin , agents , trimethoprim-sulfadiazine ( 1:19 ) were erythromycin , lincomycin to spectinomycin , lincomycin - @DRUG$ ( 1:8 ) , tilmicosin , and tetracycline .	In addition to ceftiofur , the following antimicrobial agents or combinations were tested : @DRUG$ , ampicillin , sulfamethazine , trimethoprim-sulfadiazine 1:19 ) , erythromycin , lincomycin , spectinomycin , lincomycin - @DRUG$ 1:8 ) , tilmicosin , and tetracycline .	For each antimicrobial agent or combination, the MIC90 was determined for both @DRUG$ and @DRUG$ .	0
0	Current anticoagulant therapy includes the use of indirect thrombin inhibitors (e.g., heparins, low-molecular-weight-heparins) and @DRUG$ antagonists such @DRUG$ warfarin.	flow anticoagulant therapy includes the employ of indirect thrombin inhibitors ( e.g. , heparins , low-molecular-weight- heparins ) and @DRUG$ antagonists such @DRUG$ warfarin .	Current anticoagulant therapy e.g. the use of indirect thrombin inhibitors , includes ( heparins , low-molecular-weight- heparins ) and @DRUG$ antagonists such @DRUG$ warfarin .	Current anticoagulant therapy the use of indirect thrombin inhibitors ( e.g. , , heparins ) and @DRUG$ antagonists such @DRUG$ warfarin .	@DRUG$ antagonists, such as warfarin, are used to treat patients with anticoagulant therapy that includes the use of indirect thrombin inhibitors, such as heparins and low-molecular-weight-heparins.	1
0	M40403 also reduced the appearance of nitrotyrosine and poly (ADP-@DRUG$) synthetase immunoreactivity in the colon @DRUG$ well as reduced the up-regulation of ICAM-1 and the expression of P-selectin.	M40403 also reduced the appearance of nitrotyrosine and poly ( automatic data processing - @DRUG$ ) synthetase immunoreactivity in the colon @DRUG$ wellspring as reduced the up-regulation of ICAM - 1 and the reflection of P-selectin .	M40403 also reduced the appearance of nitrotyrosine and poly ( ADP the @DRUG$ - synthetase immunoreactivity in the colon @DRUG$ well as reduced - up-regulation of ICAM ) 1 and P-selectin expression of the .	M40403 also reduced the appearance of nitrotyrosine and poly ( ADP - @DRUG$ ) synthetase immunoreactivity in the colon @DRUG$ as reduced the up-regulation of ICAM - 1 and of .	M40403 also reduced the appearance of nitrotyrosine and poly ( ADP - ribose ) synthetase immunoreactivity in the colon, as well as reduced the up-regulation of ICAM - 1 and the expression of P-selectin .	1
0	METHODS: We randomly assigned 565 adult outpatients who had nonpsychotic major depressive disorder without remission despite a mean of 11.9 weeks of citalopram therapy (mean final dose, 55 mg per day) to receive sustained-release bupropion (at a dose of up to 400 @DRUG$ per day) as augmentation and 286 to receive @DRUG$ (at a dose of up to 60 mg per day) as augmentation.	METHODS : We randomly assigned 565 grownup outpatients who had nonpsychotic major depressive upset without remission scorn a meanspirited of 11.9 weeks of citalopram therapy ( meanspirited final dose , lv mg per day ) to receive hold - resign bupropion ( at a dose of up to 400 @DRUG$ per day ) as augmentation and 286 to receive @DRUG$ ( at a dose of up to 60 mg per day ) as augmentation .	METHODS ( We randomly assigned 565 adult outpatients who receive nonpsychotic major disorder mg without remission despite a mean of 11.9 weeks of 55 therapy of mean final dose , citalopram mg per day ) to had sustained - release bupropion ( at a dose : up to 400 @DRUG$ per day ) as augmentation and up to receive @DRUG$ ( at a dose of 286 to 60 depressive per day ) as augmentation .	METHODS We randomly assigned 565 adult outpatients who nonpsychotic major depressive disorder without remission despite a mean of 11.9 weeks of citalopram therapy ( mean final dose , 55 per day ) to receive sustained - release bupropion at a dose up to 400 @DRUG$ per day ) as augmentation and 286 receive @DRUG$ ( at a dose of up to 60 per day as augmentation .	We randomly assigned 565 adult outpatients who had nonpsychotic major depressive disorder without remission despite a mean of 11.9 weeks of citalopram therapy ( mean final dose , 55 mg per day ) to receive sustained - release bupropion ( at a dose of up to 400 DR	1
0	BACKGROUND: @DRUG$ has been used @DRUG$ AEDs since 1965, and is most effective against partial seizures.	BACKGROUND : @DRUG$ has been used @DRUG$ AEDs since 1965 , and is most efficacious against partial seizures .	BACKGROUND most @DRUG$ has been used @DRUG$ AEDs since 1965 , and is : effective against partial seizures .	BACKGROUND : @DRUG$ has been used @DRUG$ AEDs since 1965 , is most effective against partial .	@DRUG$ has been used as an AED since 1965, and is most effective against partial seizures.	1
0	In @DRUG$-3 tumor-bearing mice, administration of a combination of LErafAON (i.v., 25 mg/kg/dose, x10/16) and cisplatin (i.v., 11.0 mg/kg/dose, x3), epirubicin (EPI) (i.v., 9.0 mg/kg/dose, x3) or mitoxantrone (MTO) (i.v., 2.5 mg/kg/dose, x3) led to enhanced tumor growth inhibition as compared with single agents (LErafAON+cisplatin versus @DRUG$, p<0.0002, n=8; LErafAON+EPI versus EPI, p<0.0001, n=6; LErafAON+MTO versus MTO, p<0.05, n=5).	indium @DRUG$ - tierce tumor-bearing mice , government activity of a combination of LErafAON ( i.v. , twenty five magnesium /kg / venereal disease , x10/16 ) and cisplatin ( i.v. , 11.0 mg/kg/ venereal disease , x3 ) , epirubicin ( EPI ) ( i.v. , 9.0 magnesium /kg / venereal disease , x3 ) or mitoxantrone ( MTO ) ( i.v. , 2.5 mg/kg / venereal disease , x3 ) led to enhanced tumour maturation prohibition as compared with one agents ( LErafAON + cisplatin versus @DRUG$ , p<0.0002 , n=8 ; LErafAON+EPI versus EPI , p<0.0001 , n=6 ; LErafAON + MTO versus MTO , p<0.05 , n=5 ) .	In @DRUG$ growth ) tumor-bearing mice , administration of EPI combination of LErafAON ( i.v. / 25 mg x10/16 , dose , /kg ) and cisplatin ( i.v. , 11.0 mg/kg/ dose , mitoxantrone ) , epirubicin ( MTO ) ( i.v. , 9.0 mg /kg / dose , x3 ) or x3 ( EPI ) ( i.v. , 2.5 mg/kg , dose / x3 3 led to enhanced tumor - inhibition as compared with single agents ( LErafAON + cisplatin versus @DRUG$ versus p<0.0002 , n=8 ; LErafAON+EPI versus a , p<0.0001 , n=6 ; LErafAON + MTO n=5 MTO , p<0.05 , , ) .	In @DRUG$ 3 tumor-bearing mice , administration of a combination of LErafAON ( i.v. 25 mg /kg / dose , x10/16 ) and cisplatin ( i.v. 11.0 mg/kg/ dose , x3 ) , epirubicin EPI ) ( i.v. , 9.0 mg /kg / dose , x3 ) or mitoxantrone ( MTO ) ( i.v. , 2.5 mg/kg / dose x3 ) led to enhanced tumor growth inhibition as compared with single agents ( LErafAON + cisplatin versus @DRUG$ , p<0.0002 , n=8 ; LErafAON+EPI versus , p<0.0001 , n=6 LErafAON + MTO versus MTO , p<0.05 , n=5 ) .	Drug A" (@DRUG$) is more effective at inhibiting tumor growth when used in combination with "Drug B" (@DRUG$) than when used alone.	0
1	CONCLUSIONS: Low-dose @DRUG$ produces extensive CYP3A inhibition exceeding that of @DRUG$ (typically 10- to 15-fold midazolam AUC enhancement), and is a suitable positive control index inhibitor for drug-drug interaction studies.	closing : Low-dose @DRUG$ produces extensive CYP3A inhibition exceeding that of @DRUG$ ( typically 10 - to  - fold midazolam AUC enhancement ) , and is a suitable positive control index finger inhibitor for drug-drug interaction studies .	CONCLUSIONS : Low-dose @DRUG$ produces extensive CYP3A inhibition exceeding that of @DRUG$ ( ) 10 - to 15 - fold midazolam AUC enhancement typically , and suitable a is for control index inhibitor positive drug-drug interaction studies .	: Low-dose @DRUG$ produces extensive inhibition exceeding that of @DRUG$ ( typically 10 - to - fold midazolam AUC enhancement ) , and is a suitable positive control index inhibitor for interaction studies .	Low-dose @DRUG$ produces extensive CYP3A inhibition exceeding that of @DRUG$ ( typically 10 - to 15 - fold midazolam AUC enhancement ) , and is a suitable positive control index inhibitor for drug-drug interaction studies .	0
0	This plant represents one of the richest source of phenolic compounds such @DRUG$ eugenol, eugenol @DRUG$ and gallic acid and posses great potential for pharmaceutical, cosmetic, food and agricultural applications.	This implant represents one of the richest source of phenoplast compounds such @DRUG$ eugenol , eugenol @DRUG$ and french acid and posses great potential for pharmaceutical , cosmetic , food and agricultural applications .	This plant represents one of the richest eugenol of phenolic compounds such @DRUG$ eugenol , source @DRUG$ and gallic acid and posses great potential for pharmaceutical , , applications food and agricultural cosmetic .	This represents one of the richest of phenolic compounds such @DRUG$ eugenol , eugenol @DRUG$ and gallic acid and posses great potential for , cosmetic , food and agricultural applications .	@DRUG$ is a plant that is rich in phenolic compounds such as eugenol, eugenol @DRUG$, and gallic acid. This plant has great potential for pharmaceutical, cosmetic, food, and agricultural applications.	0
0	Studies were undertaken to determine if @DRUG$, an antimicrobial agent structurally similar to chloramphenicol, could be used @DRUG$ an effective broad spectrum antibiotic for the treatment of bacterial infections in primates.	contemplate were undertaken to limit if @DRUG$ , an antimicrobial federal agent structurally similar to chloramphenicol , could be used @DRUG$ an effective broad spectrum antibiotic for the treatment of bacterial infections in primates .	Studies were undertaken could determine if @DRUG$ , , antimicrobial agent structurally similar to chloramphenicol an to be used @DRUG$ an effective broad in antibiotic for the treatment of bacterial infections spectrum primates .	Studies were to determine if @DRUG$ , an antimicrobial agent structurally similar to chloramphenicol , could be used @DRUG$ an effective broad spectrum antibiotic for the treatment of bacterial in primates .	Studies were undertaken to determine if @DRUG$ could be used as an effective broad spectrum antibiotic for the treatment of bacterial infections in primates.	1
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 mg/d, @DRUG$ 20 mg/d plus HCTZ 12.5 mg/@DRUG$, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	In comparative trials in the management of hypertension , the combining of trandolapril 1 or 2 mg /d and verapamil ER clxxx mg /d was statistically indistinguishable from or victor to the combinations of atenolol fifty or 100 mg /d positive hygroton 12.5 or xxv mg /d , captopril fifty mg / d positive HCTZ xxv mg/d , @DRUG$ 20 mg / d positive HCTZ 12.5 mg / @DRUG$ , and lopressor 100 mg / d positive HCTZ 12.5 mg/d .	50 / trials in the management ER hypertension , the combination of trandolapril 1 or 2 mg /d and 100 of 180 mg /d was 25 indistinguishable statistically or superior to the combinations of atenolol /d or verapamil mg 50 plus chlorthalidone 12.5 or from mg /d , captopril In mg / d plus HCTZ 25 mg/d , @DRUG$ 20 mg comparative d plus HCTZ 12.5 mg / @DRUG$ , and metoprolol 100 mg / d plus HCTZ 12.5 mg/d .	In comparative trials in the management of hypertension , combination of trandolapril or 2 mg /d verapamil ER mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 25 mg /d , captopril 50 mg / d plus 25 mg/d , @DRUG$ 20 mg / d plus HCTZ 12.5 mg / @DRUG$ metoprolol 100 mg / d plus HCTZ 12.5 .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
1	Finally, the third CCR5 antagonist @DRUG$ also showed long-term potent viral activity in phase II studies as long as it was boosted with low-dose @DRUG$, with no significant differences in grade 3 and grade 4 adverse effects compared to placebo.	Finally , the third gear CCR5 antagonist @DRUG$ also showed long- term potent viral activity in phase angle II studies as long as it was boosted with low-dose @DRUG$ , with no significant differences in grade leash and grade 4 untoward effects compared to placebo .	Finally , the activity CCR5 antagonist @DRUG$ long- showed as term potent viral third in phase II studies also long as it was boosted with low-dose @DRUG$ , with no significant differences adverse grade 3 and grade 4 in effects compared to placebo .	Finally , the third CCR5 antagonist @DRUG$ also showed long- term potent viral activity in phase II studies long as was boosted with low-dose @DRUG$ , with no significant differences in grade 3 and grade 4 adverse compared to .	@DRUG$ is more effective when it is boosted with low-dose @DRUG$.	0
0	@DRUG$ has been widely used @DRUG$ a pharmacologic agent to regulate abnormalities in plasma lipid and lipoprotein metabolism and in the treatment of atherosclerotic cardiovascular disease.	@DRUG$ has been widely used @DRUG$ a pharmacologic agent to regulate abnormalcy in plasma lipid and lipoprotein metabolic process and in the treatment of atherosclerotic cardiovascular disease .	@DRUG$ has been widely used @DRUG$ a pharmacologic agent metabolism regulate cardiovascular in plasma lipid and lipoprotein to and in the treatment of atherosclerotic abnormalities disease .	@DRUG$ has widely used @DRUG$ pharmacologic agent to regulate in plasma lipid lipoprotein metabolism and in the treatment of atherosclerotic cardiovascular disease .	@DRUG$ is a drug that is used to treat abnormalities in plasma lipid and lipoprotein metabolism, and @DRUG$ is the pharmacologic agent that is responsible for this regulation.	0
0	PROCEDURES: Cats were given saline (0.9% NaCl) solution followed by romifidine alone (100 microg/kg [45.4 microg/lb], i.m.), saline solution followed by a combination of romifidine (40 microg/kg [18.1 microg/lb], i.m.) and butorphanol (0.2 mg/kg [0.09 mg/lb], i.@DRUG$.), or atropine (0.04 mg/kg [0.02 mg/lb], s.c.) followed by romifidine (40 microg/kg, i.m.) and @DRUG$ (0.2 mg/kg, i.m.).	process : spue were feed saline solution ( 0.9 % NaCl ) resolution watch over by romifidine lonely ( 100 microg / kilo [ 45.4 microg / lb ] , i.m. ) , saline solution resolution watch over by a combining of romifidine ( forty microg / kilo [ 18.1 microg / lb ] , i.m. ) and butorphanol ( 0.2 mg / kilo [ 0.09 mg / lb ] , i.@DRUG$ . ) , or atropine ( 0.04 mg / kilo [ 0.02 mg / lb ] , s.c. ) watch over by romifidine ( forty microg / kilo , i.m. ) and @DRUG$ ( 0.2 mg / kilo , i.m. ) .	PROCEDURES ] Cats were given saline ( ) % NaCl ) solution followed by romifidine alone ( 100 microg / ( [ 45.4 microg / lb ] , i.m. mg , saline ) followed by a combination of romifidine ( 40 microg / kg [ 18.1 microg / lb ] , , ) [ mg ( 0.2 [ / kg and 0.09 mg / lb ] , i.@DRUG$ . solution , or atropine ( 0.04 butorphanol / kg ) 0.02 mg / lb : i.m. s.c. ) followed by romifidine kg 40 microg / kg , i.m. ) and @DRUG$ ( 0.2 mg / kg , i.m. 0.9 .	PROCEDURES : Cats given saline 0.9 % NaCl ) solution by romifidine alone ( microg / kg [ 45.4 microg / lb ] , i.m. ) , saline solution followed a of romifidine ( 40 microg / kg [ 18.1 microg / lb , i.m. ) and butorphanol ( 0.2 mg / kg [ 0.09 mg / lb ] , i.@DRUG$ . ) , or atropine ( 0.04 / kg [ 0.02 / lb ] , s.c. ) followed by romifidine ( 40 microg / kg , i.m. ) and @DRUG$ ( 0.2 mg kg , i.m. ) .	Cats were given saline ( 0.9 % NaCl ) solution followed by romifidine alone ( 100 microg / kg [ 45.4 microg / lb ] , i.m. ) , saline solution followed by a combination of romifidine ( 40 microg / kg [ 18	1
0	@DRUG$ /Ritonavir, Nucleoside analogues, Neuraminidase inhibitors, Remdesivir, peptide (EK1), abidol, RNA synthesis inhibitors (such as TDF, @DRUG$), anti-inflammatory drugs (such as hormones and other molecules), Chinese traditional medicine, such ShuFengJieDu Capsules and Lianhuaqingwen Capsule, could be the drug treatment options for 2019-nCoV.	@DRUG$ / Ritonavir , Nucleoside analogues , Neuraminidase inhibitors , Remdesivir , peptide ( EK1 ) , abidol , ribonucleic acid synthesis inhibitors ( such as TDF , @DRUG$ ) , anti inflammatory drugs ( such as endocrine and other molecules ) , formosan traditional medicine , such ShuFengJieDu space capsule and Lianhuaqingwen capsulate , could be the drug treatment options for 2019 - nCoV .	@DRUG$ / Ritonavir , Nucleoside analogues , Neuraminidase inhibitors drugs Remdesivir , peptide ( EK1 ) , abidol Lianhuaqingwen RNA synthesis inhibitors ( such as TDF , @DRUG$ ) as anti-inflammatory , ( such , medicine and other molecules ) , , traditional hormones Chinese such ShuFengJieDu Capsules and , drug , could be the Capsule treatment options for 2019 - nCoV .	@DRUG$ / Ritonavir , Nucleoside analogues , Neuraminidase inhibitors Remdesivir , peptide ( EK1 ) , abidol , RNA synthesis inhibitors ( such as TDF , @DRUG$ ) , anti-inflammatory drugs ( such as hormones and other molecules ) , traditional medicine , such Capsules and Lianhuaqingwen , could be the treatment options for - nCoV .	@DRUG$ and @DRUG$ are both drugs that could be used to treat 2019-nCoV.	0
0	The absorption of a dietary relevant 25-mg oral dose was at least 70%, with peak plasma levels of resveratrol and metabolites of 491 +/- 90 ng/ml (about 2 microM) and a plasma half-life of 9.2 +/- 0.6 h. However, only trace amounts of unchanged @DRUG$ (<5 @DRUG$/ml) could be detected in plasma.	The absorption of a dietary relevant  - mg oral dose was at least seventy % , with peak plasma levels of resveratrol and metabolite of 491 +/-  nanogram / millilitre ( about 2 microM ) and a plasma half - life of 9.2 +/- 0.6 h . However , only trace quantity of unchanged @DRUG$ ( < 5 @DRUG$ / millilitre ) could be detected in plasma .	The absorption mg a dietary relevant 25 - ( oral dose was 90 least 70 % , with peak plasma < of resveratrol and metabolites of 491 +/- at ng / ml ( about and microM ) 2 a plasma half - life of 9.2 +/- 0.6 h . However , only trace amounts of unchanged @DRUG$ plasma levels 5 detected / ml ) could be @DRUG$ in of .	The absorption of a dietary relevant 25 - mg oral dose was at least 70 % , with peak plasma levels of resveratrol and metabolites of 491 +/- 90 ng / ( about 2 microM ) and a plasma half - life 9.2 +/- 0.6 h . However , only trace amounts of unchanged @DRUG$ ( < 5 @DRUG$ / ml ) could be detected in plasma .	The absorption of a dietary relevant 25 - mg oral dose was at least 70 % , with peak plasma levels of resveratrol and metabolites of 491 +/- 90 ng / ml ( about 2 microM ) and a plasma half - life of 9.2 +/- 0.6 h . However ,	1
0	Final report on the safety assessment of aluminum silicate, @DRUG$ silicate, magnesium aluminum silicate, magnesium silicate, magnesium trisilicate, sodium magnesium silicate, zirconium silicate, attapulgite, @DRUG$, Fuller's earth, hectorite, kaolin, lithium magnesium silicate, lithium magnesium sodium silicate, montmorillonite, pyrophyllite, and zeolite.	Final reputation on the safety appraisal of aluminum silicate , @DRUG$ silicate , magnesium aluminum silicate , magnesium silicate , magnesium trisilicate , sodium magnesium silicate , zirconium silicate , attapulgite , @DRUG$ , richard buckminster fuller 's solid ground , hectorite , kaolin , atomic number  magnesium silicate , atomic number  magnesium sodium silicate , montmorillonite , pyrophyllite , and zeolite .	Final report on zeolite safety assessment of aluminum silicate , @DRUG$ silicate , , aluminum silicate , magnesium , , and trisilicate , sodium magnesium silicate montmorillonite zirconium silicate , attapulgite silicate @DRUG$ , Fuller 's earth , hectorite magnesium kaolin , lithium magnesium silicate , lithium magnesium sodium silicate , , , pyrophyllite , magnesium the .	Final report on the safety assessment aluminum silicate , @DRUG$ silicate , magnesium aluminum silicate , magnesium silicate , trisilicate , sodium magnesium silicate , zirconium silicate , attapulgite @DRUG$ , Fuller 's earth , hectorite , kaolin , lithium magnesium silicate , lithium magnesium sodium silicate , , , and zeolite .	@DRUG$ is a mineral that is used in cosmetics, pharmaceuticals, and other products. @DRUG$ is a mineral that is also used in cosmetics, pharmaceuticals, and other products.	0
0	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron @DRUG$ iron dextran per ml, or 200 mg iron as @DRUG$ per ml.	A total of 102 new sprung piglet from ten litters were treated intramuscularly with 200 mg iron @DRUG$ iron dextran per mil , or 200 mg iron as @DRUG$ per mil .	A total of 102 newborn from piglets ten litters were 200 intramuscularly with 200 as iron @DRUG$ iron dextran per ml , or treated mg iron mg @DRUG$ per ml .	A total of 102 newborn from ten litters were treated intramuscularly with 200 mg iron @DRUG$ iron dextran ml , or 200 mg iron as @DRUG$ per ml .	@DRUG$ is a type of @DRUG$.	0
0	Ferrous bisglycinate 25 mg iron is as effective @DRUG$ ferrous sulfate 50 mg @DRUG$ in the prophylaxis of iron deficiency and anemia during pregnancy in a randomized trial.	Ferrous bisglycinate 25 mg fe is as effective @DRUG$ ferrous sulfate 50 mg @DRUG$ in the prophylaxis of fe deficiency and anemia during pregnancy in a randomized tryout .	Ferrous bisglycinate 25 mg iron during in effective @DRUG$ ferrous sulfate 50 mg @DRUG$ in the prophylaxis of iron deficiency and anemia is pregnancy as a randomized trial .	Ferrous bisglycinate 25 mg iron is as effective @DRUG$ ferrous sulfate 50 mg @DRUG$ in the prophylaxis of iron deficiency and during pregnancy in a randomized	Ferrous bisglycinate 25 mg iron is as effective as ferrous sulfate 50 mg in the prophylaxis of iron deficiency and anemia during pregnancy in a randomized trial.	1
0	@DRUG$ (6 @DRUG$/kg of BW) was injected intravenously (IV) or subcutaneously (SC) to six 4-wk-old chickens in a parallel study design, and blood was collected at different time points postadministration.	@DRUG$ ( 6 @DRUG$ / kg of BW ) was shoot intravenously ( IV ) or subcutaneously ( SC ) to six 4 - wk - old poulet in a parallel study innovation , and blood was collected at different time channelize postadministration .	@DRUG$ ( 6 @DRUG$ / kg BW of ) was injected intravenously ( IV design wk subcutaneously ( SC ) to six 4 - or - old chickens in a parallel study ) , and different was collected at blood time points postadministration .	@DRUG$ ( @DRUG$ / kg of BW ) ( IV ) or subcutaneously ( ) to six 4 - wk - old chickens in a parallel study design , blood was collected at different time postadministration .	For every 6 kg of body weight, @DRUG$ was injected intravenously ( IV ) or subcutaneously ( SC ) to six 4 - wk - old chickens in a parallel study design , and blood was collected at different time points postadministration .	1
0	Twelve neutral free amino acids, i.e. serine, threonine, glutamine, @DRUG$, alanine, proline, methionine, tyrosine, valine, leucine, @DRUG$ and phenylalanine, were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	Twelve neutral free amino acids , i.e. serine , threonine , glutamine , @DRUG$ , alanine , proline , methionine , tyrosine , valine , leucine , @DRUG$ and phenylalanine , were appraise for the presence of D-enantiomers in plasma samples from patient with nephritic diseases and from pattern matter .	Twelve neutral free amino acids , , serine tyrosine threonine , , and @DRUG$ , alanine , proline for methionine glutamine , , valine , leucine , @DRUG$ i.e. phenylalanine , were surveyed , the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	Twelve neutral free amino acids , i.e. serine , threonine , glutamine , @DRUG$ , alanine , proline , methionine , tyrosine , valine , leucine @DRUG$ and phenylalanine , were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	Twelve neutral free amino acids were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects. @DRUG$ and @DRUG$ were two of the twelve amino acids surveyed.	0
0	Nevertheless, the administration of 80 micrograms medetomidine/kg--5 @DRUG$ @DRUG$/kg resulted as with xylazine/ketamine, in decreasing heart rate whereas acepromazine/ketamine and zolazepam/tiletamine combinations did not exhibit bradycardiac effect.	Nevertheless , the government of  micrograms medetomidine / kg-- 5 @DRUG$ @DRUG$ / kg resulted as with xylazine / ketamine , in decreasing heart rank whereas acepromazine / ketamine and zolazepam / tiletamine combinations did not exhibit bradycardiac essence .	effect , ketamine administration of 80 micrograms medetomidine / kg-- 5 @DRUG$ @DRUG$ / kg resulted as with decreasing / the , in xylazine heart rate whereas acepromazine / ketamine and exhibit / tiletamine combinations did not zolazepam bradycardiac Nevertheless .	Nevertheless , administration of medetomidine / kg-- 5 @DRUG$ @DRUG$ / kg resulted as with xylazine / ketamine , in decreasing heart rate whereas acepromazine / ketamine and zolazepam / tiletamine combinations did not exhibit bradycardiac effect .	Nevertheless , the administration of 80 micrograms medetomidine / kg-- 5 @DRUG$ @DRUG$ / kg resulted in decreasing heart rate whereas acepromazine / ketamine and zolazepam / tiletamine combinations did not exhibit bradycardiac effect .	0
1	Single RCT evidence indicates that @DRUG$ is significantly more effective than paroxetine taken on-demand, @DRUG$, lidocaine gel, or behavioural therapy on IELT in men with PE.	Single RCT evidence point that @DRUG$ is significantly more effective than paroxetine taken on -demand , @DRUG$ , lidocaine gel , or behavioral therapy on IELT in human being with PE .	indicates RCT with Single that @DRUG$ is significantly more effective therapy paroxetine taken on -demand , @DRUG$ , lidocaine gel , or behavioural than on IELT in men evidence PE .	Single RCT evidence indicates that @DRUG$ is significantly effective paroxetine taken on -demand , @DRUG$ lidocaine gel , or behavioural on IELT in men with PE .	@DRUG$ is more effective than @DRUG$ in treating men with PE.	0
0	Based on best available evidence, adverse event profile, and expert consensus, topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, Petasites (butterbur), @DRUG$, coenzyme Q10, and magnesium citrate received a strong recommendation for use from the CHS.	Based on best usable evidence , inauspicious event profile , and expert consensus , topiramate , propranolol , nadolol , metoprolol , amitriptyline hydrochloride , neurontin , @DRUG$ , Petasites ( butterbur ) , @DRUG$ , coenzyme Q10 , and magnesium citrate received a hard recommendation for use from the CHS .	Based on topiramate available expert , adverse event profile , and evidence consensus , best gabapentin propranolol , nadolol , metoprolol , amitriptyline , , , @DRUG$ , Petasites ( butterbur ) , @DRUG$ , coenzyme Q10 , and magnesium citrate received a strong recommendation for use from the CHS .	Based on best available evidence , event profile , expert consensus , topiramate , propranolol , nadolol , metoprolol , , gabapentin , @DRUG$ Petasites ( ) , @DRUG$ , coenzyme Q10 and magnesium citrate a strong recommendation for use from the CHS .	Based on the best available evidence, the adverse event profile, and expert consensus, topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, Petasites (butterbur), DRU	1
0	In contrast, up to 3 days after single application of a vaginal tablet containing 500 @DRUG$ clotrimazole together with @DRUG$, fungicidal amounts of clotrimazole were measured in vaginal fluid, i.e., the single dose serves as a depot in the vagina for at least 3 days.	inwards contrast , up to 3 days after single application of a vaginal tab containing 500 @DRUG$ clotrimazole together with @DRUG$ , fungicidal amounts of clotrimazole were careful in vaginal mobile , i.e. , the single dose serves as a depot in the vagina for at to the lowest degree 3 days .	In contrast the amounts to 3 days vagina single application of a vaginal tablet containing 500 @DRUG$ clotrimazole together with @DRUG$ , fungicidal in of clotrimazole were measured vaginal up fluid , i.e. , , single dose serves as a depot in the after for at least 3 days .	In contrast , up to 3 days after application of a vaginal tablet containing @DRUG$ clotrimazole together with @DRUG$ , fungicidal amounts of clotrimazole were measured in vaginal , i.e. , the single dose serves as a depot in the vagina for least 3 days .	Up to 3 days after a single application of a vaginal tablet containing 500 @DRUG$ clotrimazole together with @DRUG$, fungicidal amounts of clotrimazole were measured in vaginal fluid.	0
0	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to study the interactions of drugs, organic anions, and bile acids with three MRP2 substrates: @DRUG$-17-beta-d-glucuronide (E217betaG), methotrexate, and glutathione-S-@DRUG$.	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to cogitation the fundamental interaction of drugs , constitutive anions , and bile battery acid with three MRP2 substrates : @DRUG$ - 17 - beta-d-glucuronide ( E217betaG ) , methotrexate , and glutathione - S- @DRUG$ .	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to bile , interactions substrates drugs the organic anions , and S- acids with three MRP2 of : @DRUG$ - 17 - beta-d-glucuronide ( E217betaG ) , methotrexate , and glutathione - study @DRUG$ .	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to study the interactions of drugs , organic anions , and bile acids with three MRP2 substrates : @DRUG$ - 17 beta-d-glucuronide ( E217betaG ) , methotrexate , and glutathione - S- @DRUG$ .	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to study the interactions of drugs with three MRP2 substrates : @DRUG$ - 17 - beta-d-glucuronide ( E217betaG ) , methotrex	1
0	Mild-to-severe (Child Pugh's grade B to C) liver cirrhosis does not change the kinetics of diacerein, whereas mild-to-severe renal insufficiency (@DRUG$ clearance < 2.4 @DRUG$/h) is followed by accumulation of rhein which justifies a 50% reduction of the standard daily dosage.	Mild-to-severe ( Child Pugh 's grade B to c ) liver cirrhosis does not change the dynamics of diacerein , whereas mild - to- hard renal deficiency ( @DRUG$ clearance < 2.4 @DRUG$ / h ) is followed by accumulation of rhein which justifies a 50 % reduction of the standard day by day dosage .	Mild-to-severe ( Child Pugh 's grade B to C ) liver cirrhosis does not accumulation the kinetics of < , whereas mild - to- dosage renal insufficiency ( @DRUG$ clearance diacerein 2.4 @DRUG$ / h ) is change by followed of the which justifies a 50 % reduction of rhein standard daily severe .	Mild-to-severe Child Pugh 's grade B to C liver cirrhosis does not change the kinetics of diacerein , whereas mild - to- severe renal insufficiency ( @DRUG$ clearance < @DRUG$ h ) is by accumulation of rhein which justifies a 50 % reduction of the standard daily dosage .	Mild-to-severe liver cirrhosis does not change the kinetics of diacerein, whereas mild-to-severe renal insufficiency is followed by accumulation of rhein which justifies a 50% reduction of the standard daily dosage.	1
0	@DRUG$ is well tolerated, @DRUG$ has been shown in several clinical trials.	@DRUG$ is well tolerated , @DRUG$ has been shown in several clinical trial .	@DRUG$ is well tolerated , @DRUG$ in been shown has several clinical trials .	@DRUG$ is well tolerated @DRUG$ has been shown in several clinical .	@DRUG$ is tolerated well by patients, while @DRUG$ has been shown to be effective in several clinical trials.	0
1	@DRUG$ was approved in January 2010 to improve walking for patients with MS. Dalfampridine blocks @DRUG$ channels on demyelinated neurons and allows normal electrical conduction, thus improving locomotor difficulty.	@DRUG$ was approved in jan 2010 to improve walking for patient with MS . Dalfampridine blocks @DRUG$ channels on demyelinated neurons and allows normal electric conduction , thus improving locomotor difficulty .	@DRUG$ blocks approved in January 2010 to improve difficulty for patients with MS . Dalfampridine was @DRUG$ channels on allows neurons and demyelinated normal electrical conduction , thus improving locomotor walking .	was approved in January improve walking patients with MS . Dalfampridine blocks @DRUG$ channels on demyelinated neurons and normal electrical conduction , thus improving locomotor difficulty .	@DRUG$ was approved in January 2010 to improve walking for patients with MS. @DRUG$ is a drug that blocks channels on demyelinated neurons and allows normal electrical conduction, thus improving locomotor difficulty.	0
0	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine periods, plasma aldosterone was significantly lower in the @DRUG$ period than in the amlodipine period (123 + or - 118 versus 146 + or - 150 @DRUG$/mL, P = 0.027).	Although the plasm renin activity and plasm angiotensin  were not significantly unlike between the efonidipine and amlodipine periods , plasm aldosterone was significantly lower in the @DRUG$ period than in the amlodipine period ( 123 + or - 118 versus 146 + or - cl @DRUG$ / mL , p = 0.027 ) .	Although / plasma renin activity and plasma angiotensin II were not significantly different efonidipine the between and amlodipine periods , plasma aldosterone was significantly lower in the @DRUG$ period than in the amlodipine period ( 123 + or - 118 versus or + 146 - 150 @DRUG$ the mL = P 0.027 , ) .	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine , plasma aldosterone was significantly lower in the @DRUG$ period than in the amlodipine period ( 123 + or 118 versus 146 + or - 150 @DRUG$ / mL , P = 0.027 ) .	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine periods, plasma aldosterone was significantly lower in the @DRUG$ period than in the amlodipine period (123 +/- 118 versus	1
0	In healthy subjects 85 to 95% of a therapeutic dose is excreted in the urine within 24 hours with about 4, 55, 30, 4 and 4% appearing @DRUG$ unchanged paracetamol and its glucuronide, sulphate, @DRUG$ and cysteine conjugates, respectively.	In healthy subjects 85 to ninety five % of a therapeutic dose is excreted in the urine within 24 hours with about 4 , 55 , 30 , 4 and 4 % coming into court @DRUG$ unchanged paracetamol and its glucuronide , sulfate , @DRUG$ and cysteine conjugate solution , respectively .	In healthy subjects , to 95 , % a therapeutic with is excreted in the urine within 24 hours dose about 4 , 55 , 30 , 4 and 4 % appearing @DRUG$ unchanged paracetamol and its glucuronide 85 sulphate , @DRUG$ and cysteine conjugates of respectively .	In healthy subjects 85 to 95 % of a therapeutic dose is excreted in the urine within hours with about 4 , 55 , 30 , 4 and 4 % appearing @DRUG$ unchanged paracetamol and its glucuronide , sulphate , @DRUG$ and cysteine conjugates , .	85 to 95% of a therapeutic dose of a drug is excreted in the urine within 24 hours, with about 4%, 55%, 30%, 4%, and 4% of the dose appearing as unchanged drug, drug conjugates, and metabolites, respectively.	1
0	Eighteen healthy subjects received either a single dose of neramexane (40 mg p.o.), @DRUG$ (100 @DRUG$) or placebo in a double-blind, randomized, cross-over study.	Eighteen healthy subjects received either a undivided dose of neramexane ( 40 mg petty officer ) , @DRUG$ ( 100 @DRUG$ ) or placebo in a double - blind , randomised , cross-over study .	Eighteen healthy subjects received either cross-over single dose of neramexane ( 40 mg - ) , @DRUG$ ( 100 @DRUG$ ) or placebo in a double , blind , randomized p.o. a study .	Eighteen healthy subjects a single dose of neramexane ( 40 mg p.o. ) , @DRUG$ ( 100 @DRUG$ ) or in a double - blind , randomized , cross-over study	Eighteen healthy subjects received either a single dose of neramexane ( 40 mg p.o. ) , @DRUG$ ( 100 @DRUG$ ) or placebo in a double - blind , randomized , cross-over study ."Subjects who received a dose of neramexane	0
0	Randomised trial data are available for antihypertensive agents (calcium channel blockers, @DRUG$-converting enzyme inhibitors), pravastatin, simvastatin, conjugated oestrogen, @DRUG$, rofecoxib, CX516 (AMPA agonist) and cholinesterase inhibitors regarding efficacy for Alzheimer's disease prevention.	Randomised trial data are available for antihypertensive drug agents ( calcium channelise blockers , @DRUG$ - converting enzyme inhibitor ) , pravastatin , simvastatin , conjugated oestrogen , @DRUG$ , rofecoxib , CX516 ( AMPA protagonist ) and cholinesterase inhibitor regarding efficacy for Alzheimer 's disease prevention .	antihypertensive , data are available for Randomised agents ( calcium channel blockers , @DRUG$ - converting enzyme inhibitors ) , pravastatin , simvastatin , conjugated oestrogen , @DRUG$ , AMPA trial CX516 ( for agonist ) and cholinesterase inhibitors regarding efficacy rofecoxib Alzheimer 's disease prevention .	Randomised trial data are available for antihypertensive agents ( calcium blockers , @DRUG$ - converting enzyme inhibitors ) , pravastatin simvastatin , conjugated oestrogen , @DRUG$ , rofecoxib , CX516 ( agonist and cholinesterase inhibitors regarding efficacy for Alzheimer 's disease prevention .	We have data from randomized trials that show that antihypertensive agents (calcium channel blockers, converting enzyme inhibitors) and pravastatin, simvastatin, conjugated oestrogen, rofecoxib, and CX516 (AMPA agonist) are effective	1
1	OBJECTIVE: To test the hypothesis that: the time required for bowel care with @DRUG$ suppositories can be reduced by substituting a @DRUG$ base (PGB) for the traditional hydrogenated vegetable oil base (HVB) in the suppository.	OBJECTIVE : To test the theory that : the time required for gut care with @DRUG$ suppositories can be reduced by substituting a @DRUG$ base ( PGB ) for the traditional hydrogenated veggie vegetable oil base ( HVB ) in the suppository .	OBJECTIVE : To test the hypothesis that : the time required the bowel care with @DRUG$ suppositories can the reduced by substituting a @DRUG$ base ( ) for PGB be traditional hydrogenated vegetable oil base ( HVB ) in for suppository .	OBJECTIVE test the hypothesis that : the time required for bowel care with @DRUG$ suppositories can be reduced by substituting a @DRUG$ base ( PGB ) for the traditional hydrogenated vegetable oil base ( ) in the suppository .	The hypothesis being tested is that the time required for bowel care with @DRUG$ suppositories can be reduced by substituting a @DRUG$ base for the traditional hydrogenated vegetable oil base.	0
0	@DRUG$ is a structural analogue of endogenous @DRUG$ and undergoes phosphorylation to produce fingolimod phosphate, the active moiety.	@DRUG$ is a structural analogue of endogenous @DRUG$ and undergoes phosphorylation to bring about fingolimod phosphate , the active mediety .	@DRUG$ endogenous a structural analogue of is @DRUG$ and undergoes phosphorylation to produce fingolimod moiety , the active phosphate .	@DRUG$ is a structural analogue of endogenous @DRUG$ and undergoes phosphorylation to produce fingolimod phosphate , the active moiety .	@DRUG$ is very similar to @DRUG$, and when DRUGA is phosphorylated (changed), it produces fingolimod phosphate, the active moiety.	0
0	In the short-term treatment of patients with gastro-oesophageal reflux disease (GORD), @DRUG$ 15, 30 or 60 mg/day was significantly more effective than placebo, ranitidine 300 mg/day or cisapride 40 mg/day and similar in efficacy to pantoprazole 40 @DRUG$/day in terms of healing of oesophagitis.	In the short- term treatment of patients with gastro-oesophageal ebb disease ( GORD ) , @DRUG$ 15 , 30 or threescore milligram / day was significantly more effective than placebo , ranitidine ccc milligram / day or cisapride 40 milligram / day and similar in efficacy to pantoprazole 40 @DRUG$ / day in footing of healing of oesophagitis .	, the short- terms treatment of patients with gastro-oesophageal reflux disease GORD ( day , @DRUG$ 15 In 30 or 60 mg / ) was significantly more effective than placebo , 300 ranitidine mg / day or cisapride 40 mg / day and similar in efficacy to pantoprazole 40 @DRUG$ / day in term of healing of oesophagitis .	In the short- term treatment of patients with gastro-oesophageal reflux disease ( , @DRUG$ 15 , 30 or / was significantly more effective than placebo ranitidine 300 mg / day or cisapride 40 mg / day and similar in efficacy to pantoprazole 40 @DRUG$ / day in terms of of oesophagitis .	@DRUG$ is more effective than placebo, ranitidine, cisapride, and pantoprazole in the short-term treatment of patients with GORD.	1
1	This review examines the potential contribution of different receptors to metabolic side effects associated with atypical antipsychotic treatment for all seven agents currently marketed in the United States (risperidone, olanzapine, quetiapine, ziprasidone, @DRUG$, paliperidone and clozapine) and another agent (@DRUG$) in clinical development at the time of this publication.	This recap examines the likely share of different receptors to metabolic side effects associated with untypical antipsychotic treatment for all seven agents currently marketed in the United States ( risperidone , olanzapine , quetiapine , ziprasidone , @DRUG$ , paliperidone and clozaril ) and another agent ( @DRUG$ ) in clinical development at the time of this publication .	This review examines the potential contribution of ( receptors to metabolic side effects associated and atypical antipsychotic in for all seven agents currently marketed in the United States ( risperidone , quetiapine , olanzapine , ziprasidone , @DRUG$ , paliperidone with clozapine ) and another agent different @DRUG$ ) treatment clinical development at the time of this publication .	This review examines the potential contribution of different receptors to metabolic effects associated with atypical antipsychotic treatment for seven agents marketed in the United States ( risperidone , olanzapine quetiapine ziprasidone , @DRUG$ , and clozapine and agent ( @DRUG$ ) in clinical development at the time of this .	The potential contribution of different receptors to metabolic side effects associated with atypical antipsychotic treatment for all seven agents currently marketed in the United States ( risperidone , olanzapine , quetiapine , ziprasidone , @DRUG$ , paliperidone	1
0	@DRUG$ (Xeloda) was developed @DRUG$ a pro-drug of fluorouracil (FU), with the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to the active drug.	@DRUG$ ( Xeloda ) was developed @DRUG$ a pro-drug of fluorouracil ( FU ) , with the aim of improving tolerability and intratumor do drugs concentration through its tumorspecific conversion to the active voice do drugs .	@DRUG$ ( Xeloda ) was developed @DRUG$ a pro-drug of conversion ( fluorouracil ) , with the active of improving tolerability and intratumor drug concentrations through its tumorspecific FU to the aim drug .	@DRUG$ ( Xeloda ) was developed @DRUG$ a pro-drug fluorouracil ( FU ) with the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to the active drug .	@DRUG$ is a pro-drug of fluorouracil, with the aim of improving tolerability and intratumor drug concentrations through its tumorspecific conversion to the active drug.	1
0	The steady-state study yielded the characteristic constants mu (max) over 0.10 h(-1), @DRUG$ (XS) 0.536 g g(-1), and @DRUG$(S) 0.54 mg g(-1) h(-1).	The unfaltering -state study yielded the device characteristic constants mu ( max ) over 0.10 h( - 1 ) , @DRUG$ ( XS ) 0.536 g g ( - 1 ) , and @DRUG$ ( s ) 0.54 mg g ( - 1 ) heat content ( - 1 ) .	1 steady -state study yielded the characteristic 1 mu ( max - over 0.10 h( ) 1 ) , @DRUG$ mg XS ) 0.536 g g ( - constants ) , and @DRUG$ ( S ) 0.54 ( g ( - The ) h ( - 1 ) .	The steady -state study yielded the characteristic constants mu ( max ) over 0.10 h( - 1 ) , @DRUG$ ( XS ) 0.536 g g ( - 1 , and @DRUG$ ( S ) 0.54 mg g - 1 ) h ( - 1 ) .	For every 1 gram of @DRUG$ present, there will be 0.536 grams of @DRUG$ present, and for every 1 milligram of DRUGB present, there will be 0.54 milligrams of DRUGA present.	0
0	Factors associated with a significantly increased incidence of adverse events were isosulfan blue injection in the vulvar area (p = 0.000038), and the chronic preoperative use of angiotensin-converting enzyme inhibitors or @DRUG$ receptor-blocking agents (@DRUG$ = 0.043).	Factors colligate with a significantly increase incidence of adverse events were isosulfan down injection in the vulvar area ( p = 0.000038 ) , and the chronic preoperative use of angiotensin-converting enzyme inhibitor or @DRUG$ receptor-blocking agents ( @DRUG$ = 0.043 ) .	Factors a with associated significantly preoperative incidence of adverse increased were isosulfan blue injection in the vulvar area ( p = 0.000038 ) , and the chronic use events of angiotensin-converting enzyme inhibitors or @DRUG$ receptor-blocking agents ( @DRUG$ = 0.043 ) .	Factors associated with a significantly increased incidence of adverse events were isosulfan blue injection in the vulvar area ( p = 0.000038 ) the chronic preoperative use angiotensin-converting inhibitors or @DRUG$ receptor-blocking agents ( @DRUG$ = 0.043 ) .	The chronic preoperative use of angiotensin-converting enzyme inhibitors or @DRUG$ receptor-blocking agents was significantly associated with an increased incidence of adverse events.	1
0	There was no dietary cholesterol-dependent change of mRNA abundance in either strain fed on olive or coconut oil, except for a decreased abundance of HMG CoA reductase mRNA in the @DRUG$ oil-fed ExHC rats and @DRUG$ oil-fed Sprague-Dawley (SD) rats (p<0.05).	There was no dietary cholesterol - dependent change of mRNA abundance in either sift feed in on olive or coco embrocate , except for a fall abundance of HMG CoA reductase mRNA in the @DRUG$ oil- feed in ExHC rats and @DRUG$ oil- feed in Sprague - Dawley ( SD ) rats ( p< 0.05 ) .	There was no reductase cholesterol - dependent change of mRNA abundance in fed strain fed on olive HMG coconut oil , except for a decreased SD of or CoA dietary mRNA in the @DRUG$ oil- either ExHC rats and @DRUG$ oil- fed Sprague - Dawley ( abundance ) ) ( p< 0.05 rats .	There was no dietary cholesterol - dependent change mRNA abundance in either strain fed on olive or oil except a decreased abundance of HMG CoA reductase mRNA in the @DRUG$ oil- fed ExHC rats and @DRUG$ oil- fed Sprague - Dawley ( SD ) rats ( p< 0.05 ) .	There was no dietary cholesterol - dependent change of mRNA abundance in either strain fed on olive or coconut oil , except for a decreased abundance of HMG CoA reductase mRNA in the @DRUG$ oil- fed ExHC rats and @DRUG$ oil- fed Sprague - Dawley ( SD	0
0	We investigated the effects of melatonin on CDDP-induced changes of renal malondialdehyde (MDA), a lipid peroxidation product, and blood urea @DRUG$ (BUN) and serum @DRUG$ (Cr).	We investigate the effects of melatonin on CDDP - induced changes of renal malondialdehyde ( MDA ) , a lipid peroxidation cartesian product , and blood urea @DRUG$ ( bun ) and serum @DRUG$ ( Cr ) .	urea investigated the effects of melatonin on malondialdehyde - induced changes of renal CDDP ( MDA ) , a lipid peroxidation , product and blood We @DRUG$ ( BUN ) and serum @DRUG$ ( Cr ) .	We investigated the effects of melatonin on CDDP - induced changes of renal malondialdehyde ( MDA ) , a lipid peroxidation product , and blood urea @DRUG$ ( ) and serum @DRUG$ ( ) .	We investigated how melatonin affects the levels of a lipid peroxidation product called malondialdehyde, as well as blood urea and serum levels, in rats that had been given CDDP.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, @DRUG$ monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (@DRUG$, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	ampere revaluation of commercially available oral and injectable solution formulations unwrap that the solubilizing excipients include weewee - soluble constitutional solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethyl alcohol , propene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH lx , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate xx , polysorbate 80 , Solutol HS 15 , @DRUG$ monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of rowlock 300 , 400 , or 1750 ) , weewee - indissoluble lipids ( @DRUG$ , corn anoint , cottonseed anoint , olive anoint , groundnut anoint , mentha piperita anoint , false saffron anoint , sesame anoint , soja anoint , hydrogenate vegetable rock oil , hydrogenate soja anoint , and medium- chemical chain triglycerides of coconut anoint and palm seed anoint ) , constitutional liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chemical chain mono- and diglycerides ) , assorted cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenate soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable , formulations reveals , the , excipients include oil - soluble organic solvents ( polyethylene , 300 ethanol polyethylene glycol 400 , , , propylene N-methyl , glycerin distearoylphosphatidylglycerol glycol - dimethylacetamide - , beta-cyclodextrin 2 , and dimethylsulfoxide ) , non-ionic L-alpha-dimyristoylphosphatidylcholine , Cremophor 1000 RH Cremophor RH 40 ( Cremophor , 60 , d-alpha-tocopherol polyethylene glycol EL succinate glycol polysorbate 20 , polysorbate 80 , Solutol HS 15 pyrrolidone @DRUG$ monooleate of poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol acid Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( @DRUG$ that corn oil , , oil solubilizing olive oil , peanut oil , peppermint oil d-alpha-tocopherol oil oil , sesame safflower , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides , coconut water and palm seed oil ) , organic liquids / semi-solids ( beeswax cottonseed , , oleic , , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - , ) , and phospholipids ( hydrogenated soy phosphatidylcholine , solution , surfactants , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations that the solubilizing excipients include water - soluble organic solvents ( polyethylene 300 , polyethylene glycol 400 , , propylene glycol , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , @DRUG$ monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( @DRUG$ , corn oil , cottonseed oil , olive oil , oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , , oleic acid , medium- chain mono- diglycerides ) , cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( soy phosphatidylcholine , , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
1	A role of NE in the analgesic efficacy of @DRUG$ was directly demonstrated in the SNL model, where the analgesic effect of tapentadol was strongly reduced by the alpha2-adrenoceptor antagonist yohimbine but only moderately attenuated by the MOR antagonist @DRUG$, whereas the opposite was seen for morphine.	type a role of NE in the pain pill efficacy of @DRUG$ was directly demonstrated in the SNL model , where the pain pill effect of tapentadol was powerfully reduced by the alpha2 - adrenoceptor antagonist yohimbine but only moderately attenuated by the MOR antagonist @DRUG$ , whereas the paired was seen for morphia .	by role of NE in the analgesic efficacy of @DRUG$ was directly demonstrated in the SNL model , where the analgesic effect of tapentadol was for reduced only the morphine - adrenoceptor antagonist yohimbine but A moderately attenuated by the MOR antagonist @DRUG$ , whereas the opposite was seen strongly alpha2 .	A role of NE in the analgesic efficacy of @DRUG$ was directly demonstrated in the SNL model , where the analgesic effect of tapentadol was strongly reduced by alpha2 - adrenoceptor antagonist yohimbine but only moderately attenuated by the MOR antagonist @DRUG$ whereas opposite was seen for morphine .	The analgesic effect of tapentadol was strongly reduced by the alpha2 - adrenoceptor antagonist yohimbine but only moderately attenuated by the MOR antagonist @DRUG$ , whereas the opposite was seen for morphine .	1
0	Trials in patients requiring insulin to control their diabetes demonstrated that @DRUG$ significantly reduced postprandial blood glucose concentrations, resulting in a smoother diurnal blood @DRUG$-time curve and improved symptoms associated with nocturnal hypoglycaemia.	Trials in patients requiring insulin to control their diabetes demonstrated that @DRUG$ significantly reduced postprandial blood glucose concentrations , resulting in a suave diurnal blood @DRUG$ - time curve and improve symptoms associated with nocturnal hypoglycemia .	Trials in patients requiring insulin to control their diabetes demonstrated that @DRUG$ improved reduced postprandial blood glucose concentrations , resulting in a significantly diurnal associated @DRUG$ - time curve and smoother symptoms blood with nocturnal hypoglycaemia .	Trials in patients requiring insulin control their diabetes demonstrated that @DRUG$ significantly reduced postprandial blood glucose concentrations resulting in a smoother diurnal blood @DRUG$ - time curve and improved symptoms with nocturnal hypoglycaemia .	@DRUG$ significantly reduces postprandial blood glucose concentrations, resulting in a smoother diurnal blood @DRUG$ - time curve and improved symptoms associated with nocturnal hypoglycaemia.	0
1	@DRUG$ was not inferior to @DRUG$ as an add-on to metformin in terms of their efficacy and safety.	@DRUG$ was not inferior to @DRUG$ as an add -on to metformin in terms of their efficaciousness and base hit .	@DRUG$ was not inferior to @DRUG$ as to add -on in metformin an terms of their efficacy and safety .	@DRUG$ was not inferior to @DRUG$ as an add -on to metformin in terms of efficacy and .	@DRUG$ is just as effective and safe as @DRUG$ when used together with metformin.	0
0	Selective blockade of N-type @DRUG$ channels by @DRUG$.	selective blockade of N-type @DRUG$ channels by @DRUG$ .	Selective by of N-type @DRUG$ channels blockade @DRUG$ .	Selective blockade of N-type @DRUG$ channels by @DRUG$ .	@DRUG$ selectively blocks the N-type channels of @DRUG$ .	0
1	In randomised, well-controlled trials, @DRUG$ 2-6 mg orally once daily had antihypertensive efficacy similar to that of other long-acting dihydropyridine calcium antagonists, thiazide diuretics, @DRUG$ (a beta-blocker) and enalapril (an ACE inhibitor).	In randomised , well - controlled trials , @DRUG$ 2 - half dozen mg by word of mouth once daily had antihypertensive efficacy similar to that of other long acting dihydropyridine calcium antagonists , thiazide diuretics , @DRUG$ ( a beta-blocker ) and vasotec ( an ACE inhibitor ) .	In randomised - well - controlled trials , @DRUG$ 2 , 6 mg orally once other had antihypertensive efficacy similar to that of an long-acting dihydropyridine calcium antagonists , thiazide diuretics , @DRUG$ ( a beta-blocker ) and ACE ( daily enalapril inhibitor ) .	In , well - controlled trials , @DRUG$ 2 - 6 mg orally once daily had antihypertensive efficacy similar to that of other long-acting dihydropyridine calcium antagonists , thiazide diuretics , @DRUG$ ( a beta-blocker ) and enalapril ( an ACE inhibitor )	@DRUG$ is just as effective as other medications (such as beta blockers and ACE inhibitors) in reducing blood pressure.	1
0	A small dose of kava extract (20 mg/kg body weight i.@DRUG$.) caused changes in rat behaviour and concentrations of @DRUG$ in the nucleus accumbens.	amp diminished dose of kavakava extract ( 20 mg / kg body weight i.@DRUG$ . ) caused changes in rat behaviour and concentrations of @DRUG$ in the nucleus accumbens .	A small weight of rat extract ( 20 mg / kg body dose ) . i.@DRUG$ caused changes in kava behaviour and concentrations of @DRUG$ in the nucleus accumbens .	small of kava extract ( 20 mg / body weight i.@DRUG$ . ) caused rat behaviour and concentrations of @DRUG$ in the nucleus .	A small dose of kava extract ( 20 mg / kg body weight ) caused changes in rat behaviour and concentrations of @DRUG$ in the nucleus accumbens .	1
0	These data suggest that isolate PHL-NP122, when added as a DFM to turkey diets, may increase BW gain @DRUG$ well as nitarsone during the brooding phase of commercial @DRUG$ production.	These data suggest that isolate PHL -NP122 , when added as a DFM to turkey diets , may addition BW gain @DRUG$ well as nitarsone during the loom phase of commercial grade @DRUG$ production .	These data suggest that PHL isolate of , when added as a nitarsone to turkey diets , may increase BW gain @DRUG$ well as DFM during the brooding phase -NP122 commercial @DRUG$ production .	These data suggest that isolate PHL -NP122 , when added as a DFM to turkey diets may increase BW gain @DRUG$ well as nitarsone the brooding phase of commercial @DRUG$ production	Adding isolate PHL -NP122 to turkey diets may increase BW gain as well as nitarsone during the brooding phase of commercial production.	1
0	METHODS: In this study, we investigated the pharmacokinetics of the acylureidopenicillin @DRUG$ and the beta-lactamase inhibitor @DRUG$ during CVVHD and deduced dosage recommendations from the kinetic parameters with the goal of maintaining trough levels of above 10 mg.l-1 for mezlocillin and 5 mg.l-1 for sulbactam.	METHODS : In this study , we investigated the pharmacokinetics of the acylureidopenicillin @DRUG$ and the penicillinase inhibitor @DRUG$ during CVVHD and deduce dosage recommendations from the kinetic parameters with the goal of sustain trough levels of above 10 mg.l - i for mezlocillin and  mg.l - i for sulbactam .	METHODS : for this study , we investigated dosage pharmacokinetics of the acylureidopenicillin @DRUG$ and the above inhibitor @DRUG$ CVVHD during and deduced the recommendations - the kinetic parameters with the goal of maintaining trough levels of beta-lactamase 10 mg.l - 1 for mezlocillin and 5 mg.l from 1 In sulbactam .	METHODS : In this study , we investigated the pharmacokinetics of the acylureidopenicillin @DRUG$ and the beta-lactamase inhibitor @DRUG$ during CVVHD and deduced dosage recommendations from the kinetic parameters with goal of maintaining trough levels of 10 mg.l 1 for mezlocillin and 5 mg.l - 1 sulbactam .	We studied how the levels of @DRUG$ and @DRUG$ changed in the blood when CVVHD was used, and then used that information to recommend dosages that would maintain high levels of those drugs in the blood.	0
0	The cannabis plant (Cannabis sativa L.) and products thereof (such as @DRUG$, hashish and hash oil) have a long history of use both @DRUG$ a medicinal agent and intoxicant.	The cannabis plant ( cannabis sativa L. ) and products thereof ( such as @DRUG$ , haschisch and hash oil ) have a long history of use both @DRUG$ a medicative agent and intoxicant .	The cannabis plant ( Cannabis sativa such ) and products thereof ( ) as @DRUG$ , long and hash oil L. have a hashish history of use both @DRUG$ a medicinal agent and intoxicant .	The cannabis plant ( Cannabis sativa L. ) and products thereof ( such as @DRUG$ , hashish and hash oil ) have a long history use both @DRUG$ a medicinal agent and intoxicant .	The cannabis plant ( Cannabis sativa L. ) and products thereof ( such as @DRUG$ and hashish ) have a long history of use both as a medicinal agent and intoxicant .	1
0	The 15 most frequently positive allergens were nickel sulfate (19.0%), Myroxilon pereirae (@DRUG$, 11.9%), fragrance mix I (11.5%), quaternium-15 (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), @DRUG$ dichromate (4.8%), carba mix (3.9%), thiuram mix (3.9%), diazolidinylurea (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The 15 most often confident allergen were atomic number  sulfate ( 19.0 % ) , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , bouquet mingle ace ( 11.5 % ) , quaternium - 15 ( 10.3 % ) , fradicin ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , atomic number  chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , @DRUG$ dichromate ( 4.8 % ) , carba mingle ( 3.9 % ) , thiuram mingle ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and two - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens ) , sulfate ( 19.0 % ) neomycin Myroxilon pereirae , @DRUG$ , 11.9 3.4 ) , fragrance mix I ( 11.5 % - , quaternium - 15 ) 10.3 % ) , , ( 10.0 % ( , bacitracin ( 9.2 5.0 ) , formaldehyde ( 9.0 % ) , cobalt 8.4 ( chloride % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( % % ) , @DRUG$ dichromate ( 4.8 % ) ( carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) nickel and 2 % bromo-2-nitropropane -1,3-diol ( % ) were .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , fragrance mix I ( 11.5 % , quaternium - 15 ( 10.3 % ) neomycin ( 10.0 ) bacitracin ( 9.2 % ) , formaldehyde ( 9.0 % ) , cobalt chloride ( 8.4 % ) methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , @DRUG$ dichromate 4.8 % ) , carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and 2 - bromo-2-nitropropane ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) , neomy	1
0	Cefuroxime axetil was at least @DRUG$ effective as phenoxymethylpenicillin (@DRUG$) in the treatment of patients with group A beta-haemolytic streptococcal tonsillopharyngitis.	Cefuroxime axetil was at least @DRUG$ effective as phenoxymethylpenicillin ( @DRUG$ ) in the treatment of patients with grouping A beta-haemolytic strep tonsillopharyngitis .	Cefuroxime axetil was at treatment @DRUG$ effective as phenoxymethylpenicillin ( @DRUG$ ) in the of least patients with group A beta-haemolytic streptococcal tonsillopharyngitis .	Cefuroxime axetil at least @DRUG$ effective as phenoxymethylpenicillin ( @DRUG$ ) in the treatment of patients with group A beta-haemolytic streptococcal tonsillopharyngitis .	Cefuroxime axetil was at least as effective as phenoxymethylpenicillin in the treatment of patients with group A beta-haemolytic streptococcal tonsillopharyngitis.	1
0	Conversely @DRUG$, DEOB, propiverine, DPr-P-4(N-->O) and darifenacin showed 2 to 22 times higher affinity to the @DRUG$(3) than to the M(2) subtype.	conversely @DRUG$ , DEOB , propiverine , DPr -P-4 ( N -->O ) and darifenacin showed two to 22 times higher affinity to the @DRUG$ ( trine ) than to the M( two ) subtype .	Conversely @DRUG$ , DEOB , propiverine , ) -P-4 ( N -->O DPr and darifenacin showed 2 to to times higher affinity 22 the @DRUG$ ( 3 ) than to the M( 2 ) subtype .	Conversely @DRUG$ DEOB , propiverine , DPr -P-4 ( N -->O ) and darifenacin showed 2 to 22 times higher affinity to the @DRUG$ ( 3 than to the M( 2 ) subtype .	Conversely, drugs such as propiverine and darifenacin showed 2 to 22 times higher affinity to the @DRUG$ than to the M(2) subtype.	1
0	In the first study, 6 male and 6 female volunteers received 50 @DRUG$ dexketoprofen (74 mg dexketoprofen @DRUG$) by i.v. bolus.	In the st study , 6 male and 6 female military volunteer received 50 @DRUG$ dexketoprofen ( 74 mg dexketoprofen @DRUG$ ) by i.v. bolus .	) the , study first 6 male and 6 female volunteers received 50 @DRUG$ dexketoprofen ( 74 mg dexketoprofen @DRUG$ In by i.v. bolus .	In the first study , 6 male and female volunteers received 50 @DRUG$ dexketoprofen 74 mg dexketoprofen @DRUG$ ) by i.v. bolus .	In the first study, 6 male and 6 female volunteers received 50 @DRUG$ dexketoprofen (74 mg dexketoprofen @DRUG$) by i.v. bolus.	0
0	The @DRUG$ metabolites, except the @DRUG$-hydroxylated metabolites, were detected in human urine.	The @DRUG$ metabolites , omit the @DRUG$ - hydroxylated metabolites , were detected in human urine .	The @DRUG$ metabolites , except the @DRUG$ in hydroxylated metabolites , were detected - human urine .	The @DRUG$ metabolites , except the @DRUG$ - hydroxylated metabolites , detected in human urine .	The @DRUG$ metabolites were detected in human urine, except for the @DRUG$ - hydroxylated metabolites.	0
0	The formulations were prepared containing certain amounts of Poloxamer 407 (P407) and Poloxamer 188 (P188) alone or with hydroxylpropyl @DRUG$ (HPMC), sodium carboxymethyl cellulose (CMC-Na), or polyvinyl pyrrolidone (PVP) @DRUG$ polymer additives.	The preparation were prepared bear certain sum of money of Poloxamer 407 ( P407 ) and Poloxamer 188 ( P188 ) alone or with hydroxylpropyl @DRUG$ ( HPMC ) , sodium carboxymethyl cellulose ( CMC - na ) , or polyvinyl pyrrolidone ( PVP ) @DRUG$ polymer additives .	The formulations were HPMC containing certain amounts of Poloxamer 407 ( P407 ) and Poloxamer PVP ( P188 ) alone or with hydroxylpropyl @DRUG$ ( prepared , ) sodium carboxymethyl CMC ( cellulose - Na ) , or polyvinyl pyrrolidone ( 188 ) @DRUG$ polymer additives .	The formulations were prepared containing amounts of Poloxamer 407 ( P407 ) and Poloxamer 188 ( P188 ) alone or hydroxylpropyl @DRUG$ ( HPMC ) sodium carboxymethyl cellulose ( CMC Na ) , or polyvinyl pyrrolidone ( PVP @DRUG$ polymer additives .	The formulations were prepared containing certain amounts of Poloxamer 407 ( P407 ) and Poloxamer 188 ( P188 ) alone or with hydroxylpropyl @DRUG$ ( HPMC ) , sodium carboxymethyl cellulose ( CMC - Na ) , or polyvinyl	1
1	Little is known about the potential for relebactam or @DRUG$ to select for resistance; however, inactivation of the porin protein OmpK36 in @DRUG$. pneumoniae has been reported to confer resistance to both imipenem-relebactam and meropenem-vaborbactam.	short is known about the potential for relebactam or @DRUG$ to quality for electric resistance ; notwithstanding , inactivation of the porin protein OmpK36 in @DRUG$ . pneumoniae has been reported to confer electric resistance to both imipenem-relebactam and meropenem -vaborbactam .	Little is known about imipenem-relebactam potential for relebactam or @DRUG$ to in for resistance confer however , inactivation of the porin protein OmpK36 select @DRUG$ . pneumoniae been has reported to ; resistance to both the and meropenem -vaborbactam .	Little is known about the potential for relebactam or @DRUG$ to select for resistance ; however , inactivation of the porin protein OmpK36 in @DRUG$ . pneumoniae has been to resistance to both imipenem-relebactam and -vaborbactam .	@DRUG$ may select for resistance in @DRUG$, as the inactivation of the porin protein OmpK36 in DRUGB has been reported to confer resistance to both imipenem-relebactam and meropenem-vaborbactam.	0
1	@DRUG$ (a CYP2D6 substrate) is often co-prescribed with paroxetine/@DRUG$ (a CYP2D6 inhibitor) because the clinical relevance of this drug-drug interaction (DDI) is still unclear.	@DRUG$ ( a CYP2D6 substratum ) is often co-prescribed with paroxetine / @DRUG$ ( a CYP2D6 inhibitor ) because the clinical relevance of this drug-drug fundamental interaction ( DDI ) is still indecipherable .	@DRUG$ ( relevance CYP2D6 substrate ) is often co-prescribed with paroxetine / @DRUG$ ( a CYP2D6 inhibitor still because the clinical a of this drug-drug ) ( DDI ) is interaction unclear .	@DRUG$ a CYP2D6 ) is often co-prescribed with paroxetine / @DRUG$ a CYP2D6 inhibitor ) because the clinical relevance of this drug-drug interaction ( DDI ) is still unclear .	@DRUG$ is often co-prescribed with paroxetine because the clinical relevance of this drug-drug interaction is still unclear.	1
0	The relative standard deviation (R.S.@DRUG$.) of 25 and 150 ng @DRUG$(-1) of cadmium was 4.1 and 2.2% (n=8), respectively.	The congener received deviation ( R.S.@DRUG$ . ) of 25 and 150 ng @DRUG$ ( - 1 ) of atomic number  was 4.1 and 2.2 % ( n=8 ) , respectively .	The and standard deviation ( ) . ) of 25 relative 150 ng @DRUG$ ( - 1 ) of cadmium was 4.1 and 2.2 % ( n=8 R.S.@DRUG$ , respectively .	The relative standard deviation ( R.S.@DRUG$ . ) of 25 and 150 ng @DRUG$ ( - 1 ) cadmium was and % ( n=8 ) , .	The relative standard deviation ( R.S.@DRUG$ ) of 25 and 150 ng @DRUG$ ( - 1 ) of cadmium was 4.1 and 2.2 % ( n=8 ) , respectively ."This means that the relative standard deviation ( R.S.	0
0	These include the antiviral drugs acyclovir, amprenavir, and @DRUG$, the antibiotics cephalexin, cephradine and levofloxacin, @DRUG$ well as the antimalarial agents chloroquine and quinine.	These let in the antiviral dose acyclovir , amprenavir , and @DRUG$ , the antibiotics cephalexin , cephradine and levofloxacin , @DRUG$ well as the antimalarial drug agents chloroquine and quinine .	These include the antiviral drugs acyclovir and amprenavir , , @DRUG$ , the antibiotics cephalexin , as and levofloxacin , @DRUG$ well quinine the antimalarial agents chloroquine and cephradine .	These include the antiviral drugs acyclovir , amprenavir , @DRUG$ , the antibiotics cephalexin , cephradine and levofloxacin @DRUG$ the antimalarial agents chloroquine and quinine .	@DRUG$ is an antiviral drug, while @DRUG$ is an antibiotic.	0
0	CONCLUSIONS: Tenofovir alafenamide, a new once-daily oral prodrug of tenofovir, showed more potent anti-HIV-1 activity and higher intracellular tenofovir levels compared with @DRUG$ fumarate, while maintaining lower plasma tenofovir exposure at 40 @DRUG$ with good tolerability over 14 days of monotherapy.	termination : Tenofovir alafenamide , a raw once-daily oral prodrug of tenofovir , showed more potent anti-HIV - 1 activity and gamey intracellular tenofovir levels compared with @DRUG$ fumarate , while maintaining lower plasma tenofovir exposure at  @DRUG$ with good tolerability over 14 days of monotherapy .	CONCLUSIONS : Tenofovir alafenamide , a new once-daily monotherapy prodrug of tenofovir , showed more potent with - 1 activity and 40 anti-HIV tenofovir levels compared intracellular @DRUG$ fumarate , while maintaining lower plasma tenofovir exposure at higher @DRUG$ with good tolerability over 14 days of oral .	CONCLUSIONS : Tenofovir , a new once-daily oral prodrug of tenofovir , showed more potent anti-HIV - 1 activity and higher tenofovir levels compared with @DRUG$ fumarate , while maintaining tenofovir exposure at 40 @DRUG$ with good tolerability over 14 of monotherapy .	Tenofovir alafenamide is more potent than @DRUG$ fumarate while maintaining lower plasma tenofovir exposure.	1
0	To determine whether alpha-ethyltryptamine induces serotonergic deficits similar to that of other monoamine releasing agents such @DRUG$ 3,4-methyl-enedioxymethamphetamine (MDMA) and para-chloroamphetamine (@DRUG$), rats were given multiple doses (8 x 30 mg/kg s.c.) of alpha-ethyltryptamine acetate.	To determine whether alpha-ethyltryptamine induces serotonergic deficits similar to that of other monoamine unfreeze agents such @DRUG$ 3,4- methyl-enedioxymethamphetamine ( MDMA ) and para-chloroamphetamine ( @DRUG$ ) , rats were make multiple doses ( 8 x 30 mg / kilo s.c. ) of alpha- ethyltryptamine acetate rayon .	To determine whether alpha-ethyltryptamine induces serotonergic deficits similar to that of rats monoamine releasing agents such @DRUG$ 3,4- / ( MDMA ) and para-chloroamphetamine ( @DRUG$ ) , other were given multiple 30 ( 8 x doses mg methyl-enedioxymethamphetamine ethyltryptamine s.c. ) of alpha- kg acetate .	To determine whether alpha-ethyltryptamine induces serotonergic deficits similar to other monoamine releasing such @DRUG$ 3,4- methyl-enedioxymethamphetamine ( MDMA ) and para-chloroamphetamine ( @DRUG$ , rats were given multiple doses 8 x 30 mg / kg s.c. ) of alpha- ethyltryptamine acetate .	Alpha-ethyltryptamine induces serotonergic deficits similar to that of other monoamine releasing agents such as MDMA and para-chloroamphetamine.	1
0	Although a number of different neurotrophic, neuroprotective or anti-oxidant treatments have been tried in order to prevent or treat the neuropathies, to @DRUG$ they have @DRUG$ with limited success.	Although a number of different neurotrophic , neuroprotective or anti-oxidant treatments have been try in order to prevent or treat the neuropathies , to @DRUG$ they have @DRUG$ with define winner .	prevent or number of different neurotrophic , neuroprotective a anti-oxidant treatments have been tried in to to Although or treat the neuropathies , order @DRUG$ they have @DRUG$ with limited success .	Although a number of different neurotrophic , neuroprotective or anti-oxidant treatments have been tried in to prevent or treat the , to @DRUG$ they have @DRUG$ limited success .	Despite the fact that a number of different treatments that promote neuron growth or protect against damage have been tried, to @DRUG$ they have had limited success .	1
1	4-Demethyl-4-methoxyacetylpenclomedine showed inferior activity to current clinical brain tumor drugs against a glioma cell line, superior activity to temozolomide and @DRUG$ against the derived mismatch repair-deficient cell line, and superior activity to @DRUG$ and carmustine but inferior activity to temozolomide against two ependymoma cell lines, all of which were implanted s.c. CONCLUSION: Proposed mechanisms of activation and action of DM-PEN and the acyl derivatives support the potential clinical superiority of the acyl derivatives.	4 - Demethyl-4-methoxyacetylpenclomedine showed inferior activity to flow clinical encephalon tumor drugs against a glioma cell line , superior activity to temozolomide and @DRUG$ against the infer mismatch repair-deficient cell line , and superior activity to @DRUG$ and carmustine but inferior activity to temozolomide against two ependymoma cell lines , all of which were implanted s.c. CONCLUSION : Proposed mechanics of activation and natural process of DM - PEN and the acyl group derivatives patronage the voltage clinical superiority of the acyl group derivatives .	4 - Demethyl-4-methoxyacetylpenclomedine showed inferior activity to current potential brain activation drugs against inferior glioma implanted line , superior activity to temozolomide and @DRUG$ against the clinical mismatch repair-deficient cell and , of superior activity to @DRUG$ and carmustine but a activity to temozolomide against two ependymoma cell lines , all of which were cell s.c. CONCLUSION : Proposed mechanisms and tumor and action of the - PEN line the acyl derivatives support DM derived clinical superiority of the acyl derivatives .	4 - Demethyl-4-methoxyacetylpenclomedine showed inferior activity to current clinical brain tumor drugs a glioma cell line , superior activity to temozolomide and @DRUG$ against the derived mismatch repair-deficient cell line , and superior activity to @DRUG$ and but inferior activity to temozolomide against two ependymoma cell lines , all of which were implanted s.c. CONCLUSION : Proposed mechanisms of activation and action of DM - and the acyl derivatives support the potential clinical superiority of the acyl .	4 - Demethyl-4-methoxyacetylpenclomedine showed inferior activity to current clinical brain tumor drugs against a glioma cell line , superior activity to temozolomide and @DRUG$ against the derived mismatch repair-deficient cell line , and superior activity to	1
0	Like levodopa and @DRUG$, @DRUG$ acts as a potent, direct and broad spectrum dopamine agonist activating all dopamine receptor subtypes.	Like levodopa and @DRUG$ , @DRUG$ acts as a potent , direct and broad spectrum dopamine protagonist activating all dopamine sense organ subtypes .	Like levodopa and @DRUG$ , @DRUG$ acts as a potent , direct and broad spectrum dopamine activating agonist dopamine all receptor subtypes .	Like levodopa and @DRUG$ , @DRUG$ acts as a potent , direct and broad spectrum dopamine agonist activating all dopamine subtypes .	@DRUG$ is a drug that activates all dopamine receptor subtypes, while @DRUG$ is a drug that also activates all dopamine receptor subtypes.	0
0	Inhibition of nucleoside metabolism is an important principle in cancer therapy as evidenced by the role of fluoropyrimidines, such @DRUG$ 5-fluorouracil (@DRUG$), and antifolates in the treatment of many cancers.	Inhibition of nucleoside metabolic process is an important principle in cancer therapy as evidenced by the role of fluoropyrimidines , such @DRUG$ fivesome - fluorouracil ( @DRUG$ ) , and antifolates in the treatment of many malignant neoplastic disease .	Inhibition cancer nucleoside the is an important principle in of therapy as ( by metabolism role of fluoropyrimidines , such @DRUG$ 5 - fluorouracil evidenced @DRUG$ ) , and antifolates in the treatment of many cancers .	Inhibition of nucleoside metabolism is an important principle in cancer therapy as evidenced by the role of fluoropyrimidines , such @DRUG$ fluorouracil ( @DRUG$ ) , and antifolates in the treatment of many cancers .	@DRUG$ inhibits the metabolism of @DRUG$, which is an important principle in cancer therapy.	0
0	On April 25, 2002, @DRUG$ 250 @DRUG$ by monthly intramuscular injection was approved by the U.S. Food and Drug Administration for the treatment of hormone receptor-positive metastatic breast cancer in postmenopausal women with disease progression following antiestrogen therapy.	On April 25 , 2002 , @DRUG$ 250 @DRUG$ by monthly intramuscular injection was approved by the the states Food and Drug presidency for the discourse of hormone receptor-positive metastatic breast malignant neoplastic disease in postmenopausal women with disease progression following antiestrogen therapy .	On U.S. 25 , cancer , @DRUG$ 250 @DRUG$ by monthly 2002 and was approved by the April Food injection Drug Administration for the treatment of hormone receptor-positive metastatic breast intramuscular in postmenopausal women with disease progression following antiestrogen therapy .	On April 25 , 2002 , @DRUG$ 250 @DRUG$ by monthly intramuscular injection was approved by the U.S. Food and Drug Administration for the treatment of hormone receptor-positive breast cancer in postmenopausal women disease progression following antiestrogen therapy .	@DRUG$ is a drug that was approved by the U.S. Food and Drug Administration on April 25, 2002 for the treatment of hormone receptor-positive metastatic breast cancer in postmenopausal women with disease progression following antiestrogen therapy.	1
0	The farnesyltransferase inhibitor R115777 (@DRUG$) in combination with @DRUG$ acts synergistically to inhibit MCF-7 breast cancer cell proliferation and cell cycle progression in vitro and in vivo.	The farnesyltransferase inhibitor R115777 ( @DRUG$ ) in combination with @DRUG$ acts synergistically to stamp down MCF - seven breast malignant neoplastic disease cell proliferation and cell cycle progression in vitro and in vivo .	The farnesyltransferase inhibitor R115777 cell @DRUG$ and in combination with @DRUG$ acts synergistically to inhibit MCF - 7 breast cancer ( proliferation ) vivo cycle progression in vitro and in cell .	The farnesyltransferase inhibitor ( @DRUG$ ) in combination with @DRUG$ acts synergistically to inhibit MCF - 7 breast cancer cell and cell cycle progression in vitro and in vivo .	The combination of @DRUG$ and @DRUG$ inhibits the proliferation and cell cycle progression of MCF-7 breast cancer cells in vitro and in vivo.	0
0	In situ hybridization of Drosophila melanogaster embryos shows that two of the D-GABA(B)Rs (D-GABA(B)R1 and R2) are expressed in similar regions, suggesting a coexpression of the two receptors, whilst the third D-@DRUG$(B)R (@DRUG$-GABA(B)R3) displays a unique expression pattern.	In situ hybridization of Drosophila melanogaster conceptus shows that two of the ergocalciferol - GABA ( B ) Rs ( D- GABA ( B ) R1 and R2 ) are expressed in similar regions , intimate a coexpression of the two sensory receptor , whilst the third ergocalciferol - @DRUG$ ( B ) R ( @DRUG$ - GABA ( B ) R3 ) display a singular expression pattern .	regions similar and of Drosophila melanogaster embryos shows In two of the D - GABA ( B ) Rs ( D- GABA ( B ) R1 hybridization R2 ) are expressed in situ that , suggesting a coexpression of the two receptors , whilst the third D - @DRUG$ ( B pattern R ) @DRUG$ - GABA ( B ) R3 ) displays a unique expression ( .	situ hybridization Drosophila melanogaster embryos that two of the D - ( B ) Rs ( D- GABA ( B ) R1 R2 ) are expressed in similar regions , suggesting a coexpression of the two receptors , whilst the third D - @DRUG$ ( B ) R ( @DRUG$ - GABA ( B ) ) displays a expression .	The two D - GABA ( B ) Rs ( D- GABA ( B ) R1 and R2 ) are expressed in similar regions , suggesting a coexpression of the two receptors .	1
0	Finally, a risk assessment is provided based on the current level of @DRUG$ adulteration in street @DRUG$, the dose range calculated per gram and the pattern of chronic exposure in heavy or dependent users.	eventually , a risk assessment is provided based on the flow level of @DRUG$ adulteration in street @DRUG$ , the dose range calculated per gram and the pattern of chronic pic in heavy or dependent users .	Finally , a current assessment is provided based the on risk level of @DRUG$ adulteration in street @DRUG$ , the gram range calculated per dose and the pattern of chronic exposure in heavy or dependent users .	Finally , risk assessment based on the current level of @DRUG$ adulteration street @DRUG$ , the dose range calculated per gram and the pattern of chronic exposure in heavy or dependent users .	Based on the current level of @DRUG$ adulteration in street @DRUG$, the dose range calculated per gram, and the pattern of chronic exposure in heavy or dependent users, a risk assessment is provided.	0
0	@DRUG$ was found to reduce the oro-caecal transit time @DRUG$ assessed by the lactulose/breath hydrogen method in a dose related manner from 0.2 to 5 mg; the later dose producing a 62% reduction.	@DRUG$ was found to reduce the oro-caecal transit metre @DRUG$ assessed by the lactulose / breath atomic number  method in a dose related manner from 0.2 to 5 mg ; the later dose producing a 62 % reducing .	@DRUG$ was found to reduce the oro-caecal transit time @DRUG$ 62 by the lactulose / the hydrogen method in a dose related manner from 0.2 to 5 mg ; % later dose producing a assessed breath reduction .	@DRUG$ was found to reduce the oro-caecal transit @DRUG$ assessed by the lactulose / breath hydrogen method in a dose related manner from 0.2 to 5 mg ; the later dose producing a % reduction .	The higher the dose of @DRUG$, the more it reduces the oro-caecal transit time @DRUG$ assessed by the lactulose / breath hydrogen method.	0
0	Full restoration of normal growth, @DRUG$ occurs with @DRUG$ replacement of GH deficiency, is not seen, presumably because only the endocrine deficiency is addressed.	Full restoration of normal growth , @DRUG$ occurs with @DRUG$ replacement of GH deficiency , is not view , presumptively because only the endocrine deficiency is addressed .	Full restoration of normal growth , @DRUG$ occurs with @DRUG$ replacement seen GH deficiency , is not of , presumably because is the endocrine deficiency only addressed .	Full restoration of normal growth , @DRUG$ occurs with @DRUG$ replacement of GH deficiency , is not seen , presumably because only endocrine deficiency is addressed .	If @DRUG$ is used to replace a GH deficiency, then normal growth will be restored. However, if only the endocrine deficiency is addressed (i.e. only DRUGA is used), then normal growth will not be seen.	1
0	DATA SOURCES: A MEDLINE search was conducted for English-language human studies published between January 1980 and April 2012 using the terms l-LV, levoleucovorin, d,@DRUG$-LV, leucovorin, folinic acid, folinate, 5-formyltetrahydrofolate, folic acid, folates, @DRUG$, 5-fluorouracil, and clinical trials.	data point SOURCES : A MEDLINE search was conducted for English - language homo studies published between January 1980 and april 2012 expend the terms l-LV , levoleucovorin , d , @DRUG$ - LV , leucovorin , folinic acid , folinate , quintuplet - formyltetrahydrofolate , folic acid , folates , @DRUG$ , quintuplet - fluorouracil , and clinical trial run .	5 SOURCES : conducted MEDLINE search April A for English - language human studies published folic January , and was 2012 using the terms l-LV , levoleucovorin , d , @DRUG$ , LV , leucovorin , folinic acid , folinate , 5 - formyltetrahydrofolate - between acid , folates , @DRUG$ , DATA - fluorouracil 1980 and clinical trials .	DATA SOURCES : A MEDLINE was conducted for English - language human studies published between 1980 and April 2012 the terms l-LV , , d , @DRUG$ - LV , leucovorin , folinic acid , folinate , 5 - formyltetrahydrofolate , folic acid , folates , @DRUG$ , 5 - fluorouracil , and clinical .	L-LV (levoleucovorin) is a prodrug of leucovorin, which is a form of folate. 5-FU (5-fluorouracil) is a chemotherapy drug that is used to treat a variety of cancers. @DRUG$-	1
0	Levofloxacin at 750 mg q24h plus @DRUG$ at 500 @DRUG$ q8h or 1,500 mg q24h resulted in similar AUIC(0-24) and AUBC(0-24) values with one exception: the AUIC(0-24) for the 1,500-mg q24h regimen against B. thetaiotamicron was significantly higher (P < 0.05) than those of the other regimens.	Levofloxacin at 750 mg q24h plus @DRUG$ at 500 @DRUG$ q8h or 1,500 mg q24h resulted in similar AUIC ( cypher - twenty four ) and AUBC ( cypher - twenty four ) note value with one exclusion : the AUIC ( cypher - twenty four ) for the 1,500 - mg q24h regime against B. thetaiotamicron was importantly higher ( P < 0.05 ) than those of the other regimens .	Levofloxacin at and mg q24h plus @DRUG$ at 500 @DRUG$ values or 1,500 mg q24h - in similar AUIC ( 0 0 exception ) 750 AUBC ( the resulted 24 ) q8h with one 24 : the AUIC ( - - 24 ) for the 1,500 - mg q24h regimen against B. thetaiotamicron was significantly higher ( P < 0.05 ) than those of 0 other regimens .	Levofloxacin at 750 mg q24h plus @DRUG$ at 500 @DRUG$ q8h or mg q24h resulted in similar AUIC ( 0 - 24 ) and AUBC ( 0 - 24 ) with one exception : the AUIC ( 0 - 24 ) for the 1,500 - mg q24h regimen against B. thetaiotamicron was significantly higher ( P < 0.05 ) than those of the other regimens .	Levofloxacin at 750 mg q24h plus @DRUG$ at 500 @DRUG$ q8h or 1,500 mg q24h resulted in similar AUIC ( 0 - 24 ) and AUBC ( 0 - 24 ) values.	0
0	Results with EMA/@DRUG$ (etoposide, methotrexate, actinomycin D, @DRUG$, vincristine) chemotherapy in gestational trophoblastic neoplasia.	Results with EMA / @DRUG$ ( etoposide , amethopterin , actinomycin D , @DRUG$ , oncovin ) chemotherapy in gestational trophoblastic neoplasia .	, with EMA / @DRUG$ ( etoposide , methotrexate , actinomycin , D @DRUG$ Results vincristine ) chemotherapy in gestational trophoblastic neoplasia .	Results with EMA / @DRUG$ ( etoposide , methotrexate , actinomycin D , @DRUG$ vincristine ) chemotherapy gestational trophoblastic .	EMA / @DRUG$ ( etoposide , methotrexate , actinomycin D , @DRUG$ , vincristine ) chemotherapy is used to treat gestational trophoblastic neoplasia .	0
0	Effects of @DRUG$ on the AUC for @DRUG$ were inversely related to the AUC for beta-carotene alone.	Effects of @DRUG$ on the AUC for @DRUG$ were inversely related to the AUC for beta-carotene lone .	Effects of @DRUG$ were the AUC for @DRUG$ on inversely related to the AUC for beta-carotene alone .	Effects of @DRUG$ the AUC for @DRUG$ were related the AUC for alone .	The more @DRUG$ there is in the system, the less @DRUG$ there is.	0
0	Results: Targeted therapies based upon the pathophysiologic mechanisms of sickle cell disease that result in organ dysfunction and painful episodes include @DRUG$, L-glutamine, @DRUG$, and other drugs that are currently on the market or are on the verge of becoming available.	Results : Targeted therapies based upon the pathophysiologic mechanisms of sickle jail cell disease that solution in organ dysfunction and abominable episodes include @DRUG$ , L-glutamine , @DRUG$ , and other drug that are currently on the market or are on the verge of becoming available .	Results : Targeted therapies the the the pathophysiologic currently of sickle cell disease that result in organ dysfunction and painful episodes include @DRUG$ , L-glutamine , @DRUG$ , and other drugs that based mechanisms on are market or are on upon verge of becoming available .	Results : Targeted therapies based upon the pathophysiologic mechanisms sickle cell disease that result in organ dysfunction and painful include @DRUG$ L-glutamine , @DRUG$ , and other drugs that are currently on market or are the of available .	Targeted therapies based upon the pathophysiologic mechanisms of sickle cell disease that result in organ dysfunction and painful episodes include @DRUG$ and @DRUG$ .	0
0	We also report for the first time that @DRUG$ can induce senescence in colon cancer cells as assessed by flattened, spread out and vacuolated morphology @DRUG$ well as by senescence marker beta-galactosidase staining.	We likewise report for the first sentence that @DRUG$ can induce aging in colon cancer cells as assessed by flattened , spread out and vacuolated morphology @DRUG$ well as by aging marker beta-galactosidase staining .	We also report for the first time as @DRUG$ can induce senescence by colon cancer cells as assessed by flattened , spread out and vacuolated morphology @DRUG$ in that well senescence marker beta-galactosidase staining .	We also report for the first time that @DRUG$ can induce senescence in colon cancer cells assessed by flattened , spread and morphology @DRUG$ by senescence marker beta-galactosidase staining	@DRUG$ can cause colon cancer cells to become senescent (i.e., to enter a state of permanent growth arrest), as assessed by their flattened , spread out and vacuolated morphology, as well as by their increased levels of senescence marker beta-galactosidase.	1
0	@DRUG$ (AET), a monoamine oxidase inhibitor and potent monoamine releasing agent, has been sold illicitly @DRUG$ a substitute for the entactogen 3,4-methylenedioxy-N-methylamphetamine (MDMA), and is the first example of an indolealkylamine analog demonstrated to substitute in MDMA-trained animals.	@DRUG$ ( AET ) , a monoamine oxidase inhibitor and potent monoamine releasing federal agent , has been sold illicitly @DRUG$ a substitute for the entactogen 3,4- methylenedioxy - N-methylamphetamine ( methylenedioxymethamphetamine ) , and is the first object lesson of an indolealkylamine analog demonstrated to substitute in methylenedioxymethamphetamine - condition animal .	@DRUG$ ( AET ) , a monoamine oxidase - and potent monoamine releasing agent , illicitly been sold and @DRUG$ a substitute for the entactogen methylenedioxy 3,4- inhibitor N-methylamphetamine ( MDMA ) analog has is the first example of an indolealkylamine , demonstrated to substitute in MDMA - trained animals .	@DRUG$ ( AET ) , a monoamine inhibitor and potent monoamine agent , has been sold illicitly @DRUG$ a substitute for the entactogen 3,4- methylenedioxy - N-methylamphetamine MDMA ) , and is the first example of an indolealkylamine analog demonstrated substitute in MDMA - trained animals .	@DRUG$ is a drug that inhibits the enzyme monoamine oxidase and that also has the ability to release monoamines. @DRUG$ is a drug that is a substitute for the entactogen MDMA, and it is the first example of an indolealkylamine analog that has been shown	0
0	PURPOSE: This phase I trial was initiated to evaluate the safety, pharmacokinetics (PK) and maximum tolerated dose (MTD) of the glycolytic inhibitor, 2-deoxy-@DRUG$ (2DG) in combination with @DRUG$, in patients with advanced solid tumors.	PURPOSE : This phase unity test was originate to evaluate the safety , pharmacokinetics ( PK ) and maximum tolerated dose ( MTD ) of the glycolytic inhibitor ,  - deoxy - @DRUG$ ( 2DG ) in combination with @DRUG$ , in patients with advanced solid tumors .	PURPOSE : This phase I trial was initiated to evaluate - safety , pharmacokinetics ( PK ) and maximum tolerated ( ( MTD the of ) glycolytic inhibitor , 2 - , the @DRUG$ dose 2DG ) in combination with @DRUG$ deoxy in patients with advanced solid tumors .	PURPOSE : This phase I trial initiated to evaluate safety , pharmacokinetics ( PK ) and maximum tolerated dose ( MTD ) of the glycolytic inhibitor , - deoxy - @DRUG$ ( 2DG ) combination with @DRUG$ , patients with advanced solid tumors .	The purpose of this study was to evaluate the safety, pharmacokinetics, and maximum tolerated dose of the glycolytic inhibitor 2-deoxy-@DRUG$ in combination with @DRUG$ in patients with advanced solid tumors.	0
0	Twenty-four-hour median intragastric pH was significantly higher with esomeprazole 40 mg (4.9) and 20 @DRUG$ (4.1) than with omeprazole 20 mg (3.6) (@DRUG$ < 0.001 and P < 0.01).	twenty dollar bill - four-hour average intragastric pH was significantly higher with esomeprazole  mg ( 4.9 ) and 20 @DRUG$ ( 4.1 ) than with prilosec 20 mg ( 3.6 ) ( @DRUG$ < 0.001 and P < 0.01 ) .	Twenty - four-hour median ) pH esomeprazole significantly higher with was 40 mg ( 4.9 ) and 20 @DRUG$ ( 4.1 ) ) with 0.01 20 mg ( 3.6 intragastric ( @DRUG$ < 0.001 and P < omeprazole than .	Twenty - four-hour median intragastric pH was significantly higher with esomeprazole 40 mg ( 4.9 ) and @DRUG$ ( 4.1 ) than with omeprazole 20 mg ( 3.6 ) ( @DRUG$ < 0.001 and P < 0.01 .	Esomeprazole 40 mg and 20 mg @DRUG$ were both found to be more effective at raising pH levels in the stomach than omeprazole 20 mg.	1
1	@DRUG$ has been reported to increase serum phenytoin levels and the international normalized ratio in patients receiving concomitant phenytoin and @DRUG$, respectively.	@DRUG$ has been reported to increase blood serum phenytoin levels and the external normalized ratio in patients receiving concomitant phenytoin and @DRUG$ , respectively .	@DRUG$ has been reported in increase serum phenytoin levels and the international normalized ratio concomitant patients receiving to phenytoin and @DRUG$ , respectively .	@DRUG$ has been reported to increase serum phenytoin levels the international normalized ratio in patients receiving concomitant phenytoin and @DRUG$ , respectively .	@DRUG$ has been reported to increase the serum levels and the international normalized ratio in patients receiving concomitant phenytoin and @DRUG$, respectively.	0
0	In treatment-naive patients, @DRUG$ can be given as 400 @DRUG$/day.	inch treatment - naive patients , @DRUG$ can be given as 400 @DRUG$ / day .	In treatment - naive patients , @DRUG$ be can given as 400 @DRUG$ / day .	In treatment - naive , @DRUG$ can given as 400 @DRUG$ / day .	In treatment - naive patients, @DRUG$ can be given as 400 @DRUG$/day.	0
0	Clinical pharmacokinetics of high-dose @DRUG$ @DRUG$ after intravenous and oral administration.	clinical pharmacokinetics of high- dose @DRUG$ @DRUG$ after intravenous and oral administration .	Clinical pharmacokinetics of intravenous dose @DRUG$ @DRUG$ after high- and oral administration .	Clinical pharmacokinetics of high- dose @DRUG$ @DRUG$ after intravenous and oral administration	The clinical pharmacokinetics of high-dose @DRUG$ @DRUG$ after intravenous and oral administration.	0
0	By inhibiting renin, @DRUG$ blocks the conversion of angiotensinogen to @DRUG$ I, which subsequently results in a reduction in angiotensin II concentrations.	By inhibiting renin , @DRUG$ blocks the conversion of angiotensinogen to @DRUG$ I , which subsequently results in a reduction in hypertensin ii concentrations .	By the renin , @DRUG$ blocks subsequently conversion of angiotensinogen to @DRUG$ I , which inhibiting results in a reduction in angiotensin II concentrations .	By inhibiting renin , @DRUG$ blocks the conversion of angiotensinogen @DRUG$ I which subsequently results in a in angiotensin II .	@DRUG$ inhibits renin, which blocks the conversion of angiotensinogen to @DRUG$ I. This subsequently results in a reduction in angiotensin II concentrations.	0
0	METHODS: Dogs were randomly assigned to one of two groups: Group M received @DRUG$ (1.0 @DRUG$ kg(-1) ) and Group S received 0.9% saline (0.1 mL kg(-1) ) intravenously 45-60 minutes before premedication with hydromorphone (0.1 mg kg(-1) ) and acepromazine (0.03 mg kg(-1) ) intramuscularly.	METHODS : detent were arbitrarily assigned to one of  groups : group M received @DRUG$ ( 1.0 @DRUG$ kg ( - 1 ) ) and group S received 0.9 % saline ( 0.1 mL kg ( - 1 ) ) intravenously  - sixty minutes before premedication with hydromorphone hydrochloride ( 0.1 mg kg ( - 1 ) ) and acepromazine ( 0.03 mg kg ( - 1 ) ) intramuscularly .	M : Dogs received randomly assigned ( one of ) groups 1.0 Group METHODS received @DRUG$ ( : @DRUG$ kg ( - 1 ) 0.1 and hydromorphone S were 0.9 % saline to 0.1 mL kg ( - 1 ) ) intravenously 45 - 60 minutes before premedication with Group ( ) mg kg ( - 1 ) two and acepromazine ( 0.03 mg kg ( - 1 ) ) intramuscularly .	: Dogs were randomly assigned to one of two groups : Group M received @DRUG$ ( 1.0 @DRUG$ kg ( - ) ) and Group S received % saline ( 0.1 mL kg - 1 ) ) intravenously 45 60 before premedication with hydromorphone ( mg kg ( 1 ) ) acepromazine 0.03 mg kg ( - 1 ) ) .	Group M received @DRUG$ ( 1.0 @DRUG$ kg ( - 1 ) ) and Group S received 0.9 % saline ( 0.1 mL kg ( - 1 ) ) intravenously 45 - 60 minutes before premedication with hydromorphone ( 0.1 mg kg	0
0	Combined butalbital/@DRUG$/@DRUG$ overdose: case files of the Robert Wood Johnson Medical School Toxicology Service.	unite butalbital / @DRUG$ / @DRUG$ overdose : case files of the henry martyn robert Wood Johnson Medical School Toxicology Service .	Combined butalbital / @DRUG$ / @DRUG$ overdose : Toxicology files of the Robert Wood School Medical Johnson case Service .	Combined butalbital / @DRUG$ / @DRUG$ overdose case files of the Robert Wood Johnson Medical School Service .	The Robert Wood Johnson Medical School Toxicology Service has treated patients who have overdosed on a combination of butalbital, @DRUG$, and @DRUG$.	0
0	We will explore the dietary sources of @DRUG$ @DRUG$ compared with drug therapy, and discuss the use of fish oil products in combination with other commonly used lipid-lowering agents.	We will search the dietary sources of @DRUG$ @DRUG$ compared with drug therapy , and discuss the use of fish crude oil production in combination with other commonly used lipid-lowering agents .	We will explore of dietary sources other @DRUG$ @DRUG$ compared with drug therapy , and discuss the use of lipid-lowering oil products in combination with the commonly used fish agents .	We will explore sources of @DRUG$ @DRUG$ compared with drug therapy , and discuss use of fish oil products in combination with other used .	We will explore the dietary sources of @DRUG$ and @DRUG$ compared with drug therapy, and discuss the use of fish oil products in combination with other commonly used lipid-lowering agents.	0
1	INTRODUCTION: We report the early and late secondary effects of tacrolimus or @DRUG$-microemulsion (ME), in combination with @DRUG$ (MMF), and rATG.	launching : We report the early and belated junior grade effects of tacrolimus or @DRUG$ - microemulsion ( ME ) , in combination with @DRUG$ ( MMF ) , and rATG .	( : We report and ME the late secondary effects of tacrolimus or @DRUG$ - microemulsion INTRODUCTION early ) , in combination with @DRUG$ ( MMF ) , and rATG .	INTRODUCTION : We report the early and secondary effects of tacrolimus or @DRUG$ - microemulsion ( ME ) , in combination with @DRUG$ ( ) , and rATG .	We report the early and late secondary effects of tacrolimus or @DRUG$ - microemulsion ( ME ) , in combination with @DRUG$ ( MMF ) , and rATG .	0
0	TNO was converted into TAM by reduced hemoglobin (Hb) and NADPH-P450 oxidoreductase, suggesting involvement of the @DRUG$ heme-@DRUG$(2+) complex in both Hb and P450s.	TNO was converted into TAM by reduced hb ( Hb ) and NADPH - P450 oxidoreductase , suggesting participation of the @DRUG$ heme - @DRUG$ ( 2 + ) building complex in both Hb and P450s .	TNO TAM converted into was ) reduced hemoglobin ( Hb by and NADPH - P450 oxidoreductase , suggesting involvement of the @DRUG$ heme - @DRUG$ ( 2 + Hb complex in both ) and P450s .	TNO was converted into TAM by reduced hemoglobin ( Hb ) NADPH - P450 oxidoreductase , suggesting involvement of the @DRUG$ heme - @DRUG$ ( 2 + complex in both Hb and P450s .	The @DRUG$ heme-@DRUG$ (2+) complex is involved in both hemoglobin and P450s.	0
0	@DRUG$ was more selective in whole cell assays than the published Cat K inhibitors balicatib and @DRUG$.	@DRUG$ was more selective in whole cell assays than the published purge K inhibitors balicatib and @DRUG$ .	@DRUG$ was more selective the whole cell assays than in published Cat K inhibitors balicatib and @DRUG$ .	@DRUG$ was more selective in whole cell assays the published K inhibitors balicatib and @DRUG$ .	@DRUG$ was more selective than @DRUG$ in whole cell assays.	0
0	It reacted with sulfur-containing compounds such @DRUG$ @DRUG$ by Michael addition to form 3'-(2-hydroxyethylthio)-5'-hydroxyhexestrol.	it reacted with sulfur-containing compounds such @DRUG$ @DRUG$ by michael addition to form 3 ' -( 2- hydroxyethylthio ) - 5'- hydroxyhexestrol .	It 3 with sulfur-containing compounds such @DRUG$ @DRUG$ by form addition to Michael reacted ' -( 2- hydroxyethylthio ) - 5'- hydroxyhexestrol .	It reacted with sulfur-containing compounds such @DRUG$ @DRUG$ Michael addition to form 3 ' -( 2- ) - 5'- hydroxyhexestrol .	@DRUG$ reacted with @DRUG$ to form 3'-(2-hydroxyethylthio)-5'-hydroxyhexestrol.	0
1	On a weight-to-weight basis, the antisecretory effect of @DRUG$ is about 20 and 7.5 times more potent than those of cimetidine and @DRUG$, respectively.	On a weight- to - weight unit groundwork , the antisecretory effect of @DRUG$ is about twenty and 7.5 times more potent than those of cimetidine and @DRUG$ , respectively .	of a weight- to - weight basis , the antisecretory effect of @DRUG$ is about 20 7.5 and more times potent than those On cimetidine and @DRUG$ , respectively .	On a weight- to - weight basis the antisecretory effect of @DRUG$ is about 20 and 7.5 times more potent than those of cimetidine and @DRUG$ , respectively	On a weight- to - weight basis , @DRUG$ is about 20 times more potent than cimetidine and @DRUG$ is about 7.5 times more potent than cimetidine.	0
0	Pretreatment with @DRUG$ (25 mg/kg, i.p.) significantly decreased plasma corticosterone and reduced low dose (i.e. 0.125-0.25 @DRUG$/kg per infusion) cocaine self-administration without affecting food-reinforced responding.	Pretreatment with @DRUG$ ( 25 mg / kg , i.p. ) significantly decreased plasma corticosterone and reduced low dose ( i.e. 0.125-0.25 @DRUG$ / kg per infusion ) cocain self-administration without affect food for thought -reinforced responding .	Pretreatment with @DRUG$ ( 25 mg self-administration kg , i.p. ) significantly decreased plasma corticosterone and reduced infusion dose ( i.e. 0.125-0.25 @DRUG$ / -reinforced per low ) cocaine / without affecting food kg responding .	Pretreatment with @DRUG$ ( 25 mg kg , i.p. significantly decreased plasma corticosterone and reduced low dose ( i.e. 0.125-0.25 @DRUG$ / kg per infusion ) cocaine self-administration without food responding	Pretreatment with @DRUG$ ( 25 mg / kg , i.p. ) significantly decreased plasma corticosterone and reduced low dose ( i.e. 0.125-0.25 @DRUG$ / kg per infusion ) cocaine self-administration without affecting food -reinforced	0
0	It stimulates collagen, dermatan @DRUG$, @DRUG$, and the small proteoglycan, decorin.	It have collagen , dermatan @DRUG$ , @DRUG$ , and the small proteoglycan , decorin .	It stimulates collagen , dermatan @DRUG$ , @DRUG$ , proteoglycan the small and , decorin .	It stimulates collagen , dermatan @DRUG$ , @DRUG$ and the small proteoglycan , decorin .	@DRUG$ stimulates collagen production, and this in turn stimulates the production of dermatan and @DRUG$. The small proteoglycan decorin is also produced as a result of this process.	0
0	RESULTS: Oxybutynin, propiverine, tolterodine, the respective metabolites DEOB, DPr-@DRUG$-4(N-->O) and 5-HM, and darifenacin inhibited in concentration dependent fashion specific [(3)H]NMS binding in homogenates of the human bladder and parotid gland @DRUG$ well as in membranes of CHO-K1 cell lines expressing human muscarinic M(1) to M(5) receptor subtypes.	RESULTS : Oxybutynin , propiverine , tolterodine , the respective metabolites DEOB , DPr-@DRUG$ -4 ( northward -->O ) and quint - HM , and darifenacin inhibited in concentration dependent fashion particular [ ( 3 ) H ] nanometer binding in homogenates of the homo bladder and parotid secretor @DRUG$ well as in membranes of CHO - K1 cell personal credit line expressing homo muscarinic M( 1 ) to M( quint ) receptor subtypes .	RESULTS : Oxybutynin , propiverine , tolterodine , the respective metabolites DEOB , DPr-@DRUG$ -4 ( N -->O dependent and 5 - to , and darifenacin inhibited in concentration ) [ specific M( ( of ) H ] NMS binding in homogenates of gland human bladder and parotid the @DRUG$ well as in membranes 3 M( - K1 cell lines expressing human muscarinic fashion 1 ) HM CHO 5 ) receptor subtypes .	RESULTS Oxybutynin , propiverine , tolterodine , respective metabolites DEOB , DPr-@DRUG$ -4 ( N -->O ) and - HM , and darifenacin inhibited in concentration dependent fashion specific [ ( 3 ) H ] NMS binding in homogenates the human and parotid gland @DRUG$ well as in membranes of CHO - K1 cell lines expressing human muscarinic M( 1 ) to M( 5 ) receptor subtypes .	Oxybutynin, propiverine, tolterodine, the respective metabolites DEOB, DPr-@DRUG$-4 (N-->O), and 5-HM, and darifenacin inhibited in concentration dependent fashion specific [3H]NMS	1
0	Plasma concentration of penicillin G was evaluated in beef steers after administration of either a combination of benzathine penicillin G and @DRUG$ @DRUG$ in a 1:1 mixture at a dosage of 9,000 U/kg of body weight, IM (n = 5), 24,000 U/kg, IM (n = 5), or 8,800 U/kg, SC (n = 5), or benzathine penicillin G alone at a dosage of 12,000 U/kg, IM (n = 7).	plasm concentration of penicillin G was judge in beef steers after presidency of either a combination of benzathine penicillin G and @DRUG$ @DRUG$ in a 1:1 intermixture at a dose of 9,000 uracil / kilogram of body slant , IM ( n = 5 ) , 24,000 uracil / kilogram , IM ( n = 5 ) , or 8,800 uracil / kilogram , sc ( n = 5 ) , or benzathine penicillin G alone at a dose of 12,000 uracil / kilogram , IM ( n = 7 ) .	Plasma concentration of penicillin G was evaluated , n steers after administration of , a combination of U penicillin n and @DRUG$ @DRUG$ in a 1:1 n of a dosage of 9,000 benzathine / kg of body weight , IM ( n = 5 ) , 24,000 U / kg , IM ( beef = 5 ) either or 8,800 U / kg , SC ( mixture = 5 ) in or benzathine penicillin G alone at a dosage at 12,000 U / IM , G ( kg = 7 ) .	Plasma concentration penicillin G was evaluated in beef after administration of either a combination of benzathine penicillin G and @DRUG$ @DRUG$ in a mixture at a dosage of 9,000 U / kg of body weight IM ( n = 5 ) , 24,000 U / kg , IM ( n = ) , or 8,800 U / kg , ( n = 5 ) , or benzathine penicillin G alone at a dosage of 12,000 U / kg , IM ( n = 7 ) .	The plasma concentration of penicillin G was evaluated in beef steers after administration of either a combination of benzathine penicillin G and @DRUG$ @DRUG$ in a 1:1 mixture at a dosage of 9,000 U / kg of body weight , IM ( n = 5	0
1	@DRUG$ is a preferential COX-2 inhibitor antiplatelet agent that is as effective as @DRUG$ in the prevention of serious vascular events.	@DRUG$ is a preferential cox - 2 inhibitor antiplatelet agent that is as effective as @DRUG$ in the prevention of serious vascular issue .	@DRUG$ is a preferential COX - as inhibitor prevention agent that is 2 effective as @DRUG$ in the antiplatelet of serious vascular events .	@DRUG$ is a preferential COX 2 inhibitor antiplatelet agent that is as effective as @DRUG$ in the prevention of serious vascular events .	@DRUG$ is more effective than @DRUG$ in preventing serious vascular events.	0
0	Serum estradiol was threefold to fivefold higher (@DRUG$ less than 0.05) in clomiphene-induced than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge, and @DRUG$ was increased (p less than 0.05) from the day of the surge to end of the cycle.	Serum estradiol was threefold to five fold higher ( @DRUG$ lupus erythematosus than 0.05 ) in clomid - induced than in self generated cycles 8 and 10 days before the luteinizing hormone zoom , and @DRUG$ was increased ( p lupus erythematosus than 0.05 ) from the day of the zoom to end of the cycle .	Serum estradiol was threefold to fivefold higher ( @DRUG$ less than 0.05 ) in clomiphene - the than in spontaneous cycles was and 10 days than induced the hormone surge , and @DRUG$ 8 increased ( p of before 0.05 ) from the day of the surge to end less luteinizing cycle .	Serum estradiol was threefold to fivefold higher ( @DRUG$ less than 0.05 ) in - induced than spontaneous cycles 8 and days before the luteinizing hormone surge , @DRUG$ was increased ( p less than 0.05 ) from the day of the surge to end of the cycle .	Serum estradiol was threefold to fivefold higher ( @DRUG$ less than 0.05 ) in clomiphene - induced than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge , and @DRUG$ was increased ( p less than 0.05 )	0
0	After intravenous administration at the dose rate of 50 mg/kg, the biological half-lives (T 1/2) of ASPM,SPM-I, josamycin and @DRUG$ were 151, 103, 71 minutes and 54 minutes, respectively, and the apparent volumes of distribution (V beta) were 9.2, 8.9, 3.6 L/kg and 7.7 @DRUG$/kg, respectively.	After endovenous administration at the cupids itch grade of 50 mg / kg , the biological half -lives ( T 1/2 ) of ASPM , SPM -I , josamycin and @DRUG$ were 151 , 103 , 71 minutes and 54 minutes , respectively , and the evident volumes of dispersion ( volt beta ) were 9.2 , 8.9 , 3.6 L/ kg and 7.7 @DRUG$ / kg , respectively .	After T administration at the of volumes of 50 mg / kg , the biological half -lives ( intravenous 1/2 ) 71 ASPM , SPM -I , josamycin and @DRUG$ were 151 , 103 , dose 3.6 and 54 minutes were respectively , and the apparent rate of distribution ( V beta ) , 9.2 , 8.9 , minutes L/ kg and 7.7 @DRUG$ / kg , respectively .	After intravenous administration at the dose rate of 50 mg / kg , the biological half -lives ( T 1/2 ) of ASPM , SPM -I , josamycin and @DRUG$ were 151 , 103 , 71 minutes 54 minutes respectively , and the apparent of distribution ( V beta ) were 9.2 , 8.9 , 3.6 L/ kg and 7.7 @DRUG$ / kg , respectively .	After intravenous administration at the dose rate of 50 mg / kg , the biological half -lives ( T 1/2 ) of ASPM , SPM -I , josamycin and @DRUG$ were 151 , 103 , 71 minutes and 54 minutes , respectively , and the apparent volumes	1
0	The ACE inhibitor @DRUG$ has clinical potential @DRUG$ a useful antitumor agent.	The nail inhibitor @DRUG$ has clinical potential @DRUG$ a useful antitumor agent .	The ACE inhibitor @DRUG$ has clinical potential @DRUG$ useful a antitumor agent .	The ACE inhibitor @DRUG$ has clinical potential @DRUG$ a useful antitumor agent .	@DRUG$ has potential to be used as an antitumor agent, and @DRUG$ is a useful ACE inhibitor.	0
0	This phase I, double-blind, randomized, placebo-controlled, two-part single-dose study (first time with humans) was conducted to determine the safety, tolerability, and pharmacokinetics of BCV administered at 10 @DRUG$/ml in a tocopherol-polyethylene glycol succinate-polyethylene glycol 400-@DRUG$ 50:40:10 solution.	This phase atomic number  , double- unreasoning , randomized , placebo- verify , two - part single - dose study ( initiative time with humans ) was conducted to determine the safety , tolerability , and pharmacokinetics of BCV administered at  @DRUG$ / ml in a tocopherol - polythene glycol succinate - polythene glycol 400 - @DRUG$ 50:40:10 solution .	This phase I , double- blind , humans , placebo- controlled dose two determine / single - , first ( study time with randomized ) was conducted to - the safety polyethylene tolerability , and pharmacokinetics of BCV administered at 10 @DRUG$ part ml in a tocopherol - polyethylene glycol succinate - , glycol 400 - @DRUG$ 50:40:10 solution .	This phase I , double- blind , randomized , placebo- controlled , two - part single - study ( first time with humans ) was conducted to determine the safety , tolerability , and pharmacokinetics of BCV administered at 10 @DRUG$ / ml in a tocopherol - polyethylene glycol succinate - polyethylene glycol 400 - @DRUG$ 50:40:10 solution .	This phase I study was conducted to determine the safety, tolerability, and pharmacokinetics of BCV administered at 10 @DRUG$/ml in a tocopherol-polyethylene glycol succinate-polyethylene glycol 400-@DRUG$ 50:40:10 solution	0
1	Although chronic @DRUG$ produces similar effects on brain arachidonic acid and @DRUG$ turnover, it does not alter phospholipase A(2) activity, suggesting that it targets a different enzyme in the turnover pathway.	Although chronic @DRUG$ produces similar effects on brainiac arachidonic acid and @DRUG$ turnover , it does not castrate phospholipase A ( 2 ) activity , suggesting that it targets a dissimilar enzyme in the turnover pathway .	Although chronic @DRUG$ produces similar effects on pathway arachidonic acid and @DRUG$ turnover , it does ( alter phospholipase A different 2 ) activity , suggesting that it targets a not enzyme in the turnover brain .	chronic @DRUG$ produces similar effects on brain arachidonic acid and @DRUG$ turnover , it does not alter A 2 ) activity , suggesting it targets a different enzyme in the turnover pathway .	Although chronic @DRUG$ produces similar effects on brain arachidonic acid and @DRUG$ turnover, it does not alter phospholipase A (2) activity, suggesting that it targets a different enzyme in the turnover pathway.	0
0	In vitro studies indicate that @DRUG$ has a high affinity for the human NK1 receptor of 0.66 nM and high selectivity over the human NK2 and NK3 subtypes of >1000-fold, @DRUG$ well as preferential affinity for human, guinea pig, gerbil and monkey NK1 receptors over rat, mouse and rabbit.	In vitro studies indicate that @DRUG$ has a high up affinity for the human being NK1 receptor of 0.66 nanometer and high up selectivity over the human being NK2 and NK3 subtypes of > 1000 - fold , @DRUG$ well as preferential affinity for human being , guinea pig bed , gerbille and monkey NK1 receptors over rat , mouse and rabbit .	In 1000 studies indicate mouse @DRUG$ has the high affinity for a human NK1 receptor of 0.66 nM NK1 high selectivity over the human pig and NK3 subtypes of > vitro - fold , @DRUG$ well as preferential affinity for human , guinea NK2 , gerbil and monkey and receptors over rat , that and rabbit .	In vitro studies indicate that @DRUG$ has a high affinity for the human receptor of 0.66 nM and high selectivity the human NK2 and NK3 of > 1000 - fold , @DRUG$ as preferential affinity for human , guinea pig , gerbil and monkey NK1 receptors over rat , mouse and rabbit .	@DRUG$ has a high affinity for the human NK1 receptor and a high selectivity over the human NK2 and NK3 subtypes. @DRUG$ also has a preferential affinity for human, guinea pig, gerbil, and monkey NK1 receptors over rat, mouse, and rabbit	0
0	Confirmed hypoglycemic AEs were reported in 0.5%, 1.8%, and 1.4% of patients receiving placebo, @DRUG$ 10 @DRUG$, and empagliflozin 25 mg, respectively.	Confirmed hypoglycemic AEs were describe in 0.5 % , 1.8 % , and 1.4 % of patient experience placebo , @DRUG$ 10 @DRUG$ , and empagliflozin 25 mg , respectively .	Confirmed hypoglycemic AEs were reported in 0.5 % , 1.8 % , and 1.4 @DRUG$ patients of receiving placebo , % 10 @DRUG$ , , empagliflozin 25 mg and respectively .	hypoglycemic AEs were reported 0.5 % , 1.8 % , and % of patients receiving , @DRUG$ 10 @DRUG$ , empagliflozin 25 , respectively .	Confirmed hypoglycemic AEs were reported in 0.5 % , 1.8 % , and 1.4 % of patients receiving placebo , @DRUG$ 10 @DRUG$ , and empagliflozin 25 mg , respectively ."DRUGA is associated with a higher	0
0	Small part of @DRUG$ is eliminated @DRUG$ metabolites.	little part of @DRUG$ is eliminated @DRUG$ metabolites .	of part Small @DRUG$ is eliminated @DRUG$ metabolites .	Small part of @DRUG$ is eliminated @DRUG$ metabolites .	Some of the @DRUG$ is eliminated as @DRUG$ metabolites .	0
0	CEM-101 was the most potent antimicrobial agent tested against L. pneumophila, with all @DRUG$ values at < or = 0.015 mg/@DRUG$ (telithromycin MIC90=0.03 mg/L).	CEM - one hundred one was the most potent disinfectant agent examine against L. pneumophila , with all @DRUG$ values at < or = 0.015 mg / @DRUG$ ( telithromycin MIC90=0.03 mg /L ) .	CEM - 101 was the most potent < agent tested against L. pneumophila , with at @DRUG$ values all antimicrobial or = 0.015 mg ( @DRUG$ / telithromycin MIC90=0.03 mg /L ) .	CEM - 101 was the most potent antimicrobial agent tested against L. pneumophila , with all @DRUG$ values at < or = 0.015 mg @DRUG$ ( telithromycin MIC90=0.03 mg /L ) .	The most potent antimicrobial agent against L. pneumophila was CEM - 101, with all @DRUG$ values at < or = 0.015 mg / @DRUG$ ( telithromycin MIC90=0.03 mg /L ) .	0
0	Clinically used compounds such as acetazolamide, methazolamide, ethoxzolamide, dorzolamide, @DRUG$, topiramate, zonisamide, celecoxib, and @DRUG$ were less effective hCA III inhibitors, with affinities in the range of 154-2200 microM.	clinically used compounds such as acetazolamide , methazolamide , ethoxzolamide , dorzolamide , @DRUG$ , topiramate , zonisamide , celecoxib , and @DRUG$ were lupus erythematosus efficient hCA III inhibitors , with affinities in the range of 154-2200 microM .	Clinically used compounds such as acetazolamide , methazolamide and topiramate , dorzolamide , @DRUG$ , ethoxzolamide , zonisamide , , , celecoxib @DRUG$ were less effective hCA III inhibitors , with affinities in the range of 154-2200 microM .	Clinically used compounds as acetazolamide , methazolamide , ethoxzolamide , dorzolamide , @DRUG$ , , zonisamide , celecoxib , and @DRUG$ were less effective hCA III inhibitors , with affinities in range of 154-2200 microM .	Clinically used compounds such as acetazolamide, methazolamide, ethoxzolamide, dorzolamide, @DRUG$, topiramate, zonisamide, celecoxib, and @DRUG$ were less effective hCA III inhibitors, with affin	0
0	Both plasma @DRUG$ and @DRUG$ concentrations are increased in patients with renal dysfunction, probably as a result of an impairment in their metabolic, but not urinary, clearance.	Both plasma @DRUG$ and @DRUG$ concentrations are increased in patient with renal disfunction , probably as a result of an impairment in their metabolic , but not urinary , headroom .	Both plasma @DRUG$ dysfunction @DRUG$ concentrations are increased in patients with renal and , probably as a not of an impairment in their metabolic , but clearance urinary , result .	Both plasma @DRUG$ and @DRUG$ concentrations are increased in patients with renal dysfunction , probably as result of an impairment in metabolic but not urinary , clearance .	Both plasma @DRUG$ and @DRUG$ concentrations are increased in patients with renal dysfunction, probably because their impaired metabolism causes them to accumulate in the blood.	0
0	In a double-blind, randomized, placebo-controlled, European, multinational study, 125 patients in whom revascularization was not considered to be a suitable option, presenting with nonhealing ulcer(s), were randomized to receive eight intramuscular injections of placebo or 2.5 ml of @DRUG$ at 0.2 mg/ml on days 1, 15, 30, and 45 (total 16 mg: 4 x 4 @DRUG$).	In a double- subterfuge , randomise , placebo-controlled , European , transnational study , 125 patients in whom revascularization was not considered to be a desirable alternative , presenting with nonhealing ulcer ( s ) , were randomise to receive eight intramuscular injections of placebo or 2.5 ml of @DRUG$ at 0.2 mg / ml on days 1 , 15 , 30 , and 45 ( tote up 16 mg : quaternity x quaternity @DRUG$ ) .	In a placebo-controlled blind , randomized , double- , European , multinational study , 125 patients in whom revascularization was not considered to be a suitable option , placebo with nonhealing were ( s ) , ulcer ml to receive eight intramuscular injections of 15 or 2.5 ml of @DRUG$ at 0.2 mg / randomized on days 1 , presenting , 30 , and 45 ( total 16 mg : 4 x 4 @DRUG$ ) .	In a double- blind , randomized , placebo-controlled , European , multinational study , 125 patients in whom revascularization was considered to be a suitable option , presenting nonhealing ( s ) were to receive eight intramuscular injections of placebo or 2.5 ml of @DRUG$ at 0.2 mg / ml on days 1 , 15 , 30 and 45 total 16 mg : 4 x 4 @DRUG$ ) .	In a study, 125 patients were given either placebo or @DRUG$. DRUGA was found to be more effective than placebo in helping to heal nonhealing ulcers.	1
0	aeruginosa is anticipated or documented, treatment with @DRUG$-@DRUG$ should include an aminoglycoside to reduce the likelihood of the emergency of resistant organisms during therapy.	aeruginosa is anticipated or documented , treatment with @DRUG$ - @DRUG$ should include an aminoglycoside to reduce the likelihood of the pinch of resistant being during therapy .	aeruginosa is anticipated to documented , treatment with @DRUG$ likelihood @DRUG$ should include an aminoglycoside or reduce the - of the emergency of resistant organisms during therapy .	aeruginosa is anticipated or documented treatment with @DRUG$ - @DRUG$ should include an aminoglycoside to reduce the likelihood of the emergency of organisms during therapy .	If you are treating an infection caused by Pseudomonas aeruginosa, you should use an aminoglycoside to reduce the likelihood of the emergence of resistant organisms during therapy.	1
0	@DRUG$ showed the lowest MIC(50)/@DRUG$(90 )values in the producing strains, whereas cefditoren, cefotaxime and ceftriaxone in the non-producers.	@DRUG$ showed the lowest MIC ( 50 ) / @DRUG$ ( 90 ) values in the producing melodic line , whereas cefditoren , cefotaxime and rocephin in the non-producers .	@DRUG$ showed the lowest in ( 50 ) / @DRUG$ , 90 ) values in the producing strains ( whereas cefditoren , cefotaxime and ceftriaxone MIC the non-producers .	@DRUG$ showed the lowest MIC ( 50 ) / @DRUG$ ( 90 ) values in the producing strains , whereas cefditoren , and ceftriaxone non-producers .	The strains that produce @DRUG$ have a lower MIC (minimum inhibitory concentration) for DRUGA than for cefditoren, cefotaxime, and ceftriaxone.	1
0	@DRUG$ (CBDV) and cannabidiol (CBD) have recently emerged among cannabinoids for their potential antiepileptic properties, @DRUG$ shown in several animal models.	@DRUG$ ( CBDV ) and cannabidiol ( CBD ) have recently emerged among cannabinoids for their potential anticonvulsant properties , @DRUG$ shown in several fauna models .	@DRUG$ ( CBDV ) and cannabidiol ( potential ) models recently emerged among cannabinoids for their CBD antiepileptic properties , @DRUG$ shown in several animal have .	@DRUG$ ( CBDV ) and cannabidiol ( CBD ) recently emerged among cannabinoids for their potential antiepileptic properties , @DRUG$ shown in several animal models .	@DRUG$ ( CBDV ) and cannabidiol ( CBD ) are two cannabinoids that have been shown to have potential antiepileptic properties in animal models.	1
0	@DRUG$ accomplishes several functions @DRUG$ a transmitter in the central nervous system (CNS).	@DRUG$ accomplishes several functions @DRUG$ a transmitter in the central neural system ( CNS ) .	@DRUG$ accomplishes several functions @DRUG$ a transmitter in system central nervous the ( CNS ) .	@DRUG$ accomplishes functions @DRUG$ transmitter in the central system ( CNS ) .	@DRUG$ is a drug that accomplishes several functions, one of which is that it is a transmitter in the central nervous system.	1
1	Thus, this study was conducted to investigate and compare the effects of metformin and an oral contraceptive containing drospirenone on menstrual pattern, body mass index, serum @DRUG$ levels, and @DRUG$ sulfate (DHEAS) levels at baseline to 6 months of therapy in the treatment groups.	Thus , this study was conducted to investigate and compare the impression of glucophage and an oral contraceptive containing drospirenone on menstrual pattern , body mass forefinger , serum @DRUG$ levels , and @DRUG$ sulfate ( DHEAS ) levels at service line to 6 calendar month of therapy in the treatment groups .	Thus , this study therapy conducted to investigate and compare the of of metformin and an oral contraceptive containing drospirenone on menstrual pattern , at mass was , serum @DRUG$ levels , ) @DRUG$ sulfate ( DHEAS and levels body baseline to 6 months effects index in the treatment groups .	Thus , this study was to investigate and compare the effects metformin and an oral contraceptive containing drospirenone menstrual pattern , body mass , serum @DRUG$ levels , and @DRUG$ sulfate ( DHEAS ) levels at baseline to 6 months of therapy the treatment groups .	Metformin and an oral contraceptive containing drospirenone were found to have similar effects on menstrual pattern, body mass index, serum @DRUG$ levels, and @DRUG$ sulfate levels at baseline to 6 months of therapy.	0
0	QT/QTc study conducted in Japanese adult healthy subjects: a novel @DRUG$ oxidase inhibitor @DRUG$ was not associated with QT prolongation.	QT / QTc analyze conducted in Japanese adult healthy subjects : a fresh @DRUG$ oxidase inhibitor @DRUG$ was not associated with QT prolongation .	QT / QTc study was in Japanese adult healthy novel : a subjects @DRUG$ oxidase inhibitor @DRUG$ conducted not associated with QT prolongation .	QT / QTc study conducted in Japanese adult healthy subjects : a novel @DRUG$ oxidase inhibitor @DRUG$ was associated with QT prolongation .	A novel @DRUG$ oxidase inhibitor (@DRUG$) was not associated with QT prolongation.	0
0	Distribution volumes of the central compartment of TA and OH-@DRUG$-ester were 1.49 l/kg and 0.11 @DRUG$/kg, respectively.	dispersion volumes of the central compartment of TA and OH - @DRUG$ - ester were 1.49 l/ kg and 0.11 @DRUG$ / kg , severally .	Distribution volumes and the central compartment of TA of OH were @DRUG$ - ester - 1.49 l/ kg and 0.11 @DRUG$ / kg , respectively .	Distribution volumes of the central compartment of TA and - @DRUG$ - ester were 1.49 kg and 0.11 @DRUG$ / kg , respectively .	For every 1 kg of @DRUG$, there is 149 liters of central compartment volume for TA, and 11 liters of central compartment volume for @DRUG$.	0
0	Following 75 g of oral @DRUG$ in four normal patients, plasma D-tag levels rose to a mean peak level of 3.6 @DRUG$/dl at 90 min.	Following  g of oral @DRUG$ in iv normal patients , plasma D-tag levels rose to a mean peak level of 3.6 @DRUG$ / dl at 90 min .	Following 75 g of levels @DRUG$ in four normal patients , plasma D-tag oral rose to a mean 3.6 level of peak @DRUG$ / dl at 90 min .	Following 75 g of oral @DRUG$ in four normal patients , plasma D-tag levels rose to a mean level of 3.6 @DRUG$ / dl at 90 min .	After taking @DRUG$, the level of @DRUG$ in your blood will rise to a peak level of 3.6 units per liter within 90 minutes.	0
0	On the other hand, the results of inhibition studies showed significant decrease of ethylmorphine or aminopyrine as well @DRUG$ monensin demethylation in the presence of @DRUG$.	On the other hand , the results of prohibition studies showed significant decrease of ethylmorphine or amidopyrine as well @DRUG$ monensin demethylation in the presence of @DRUG$ .	On the other hand , the results of inhibition monensin aminopyrine significant decrease of ethylmorphine or showed as well @DRUG$ studies demethylation in the presence of @DRUG$ .	On the hand , the results of studies showed significant decrease of ethylmorphine or aminopyrine as well @DRUG$ monensin demethylation the presence of @DRUG$ .	On the other hand, the results of inhibition studies showed that the presence of @DRUG$ significantly decreases the amount of ethylmorphine or aminopyrine that is metabolized by @DRUG$, as well as the amount of DRUGA that is metabolized by demethylation.	0
0	Kidney slices similarly convert F much faster to E than 9 alpha FF to 9 alpha FE; conversely, renal 11 beta-reduction of 9 alpha FE to 9 alpha FF is much more effective than that of E to F. Kinetic analyses in human kidney cortex microsomes prove that the preference of fluorinated steroids for reduction in human kidney slices is catalyzed by 11 beta-HSD type II: the NADH-dependent conversion of 11-dehydro-@DRUG$ (DH-@DRUG$), another fluorinated steroid, to dexamethasone (D) is very effective (high affinity, high Vmax), whereas reduction of E to F is very slow.	Kidney cut similarly convert F much faster to E than 9 alpha FF to 9 alpha FE ; conversely , renal  beta-reduction of 9 alpha FE to 9 alpha FF is much more effective than that of E to F. energising analyses in human kidney cortex microsome prove that the preference of fluorinated steroids for reduction in human kidney cut is catalyzed by  beta- HSD type deuce : the NADH - dependent spiritual rebirth of  - dehydro - @DRUG$ ( DH - @DRUG$ ) , some other fluorinated sex hormone , to dexamethasone intensol ( ergocalciferol ) is very effective ( high affinity , high Vmax ) , whereas reduction of E to F is very dense .	Kidney slices similarly convert F - faster to E than 9 alpha FF of 9 alpha FE ; conversely , renal 11 beta-reduction of 9 alpha 11 to 9 alpha FF is steroids more effective than that human E to F. Kinetic analyses in human kidney cortex microsomes prove that the preference of fluorinated much for dexamethasone dependent - kidney slices is catalyzed by FE beta- HSD type ( : the NADH - in conversion of 11 to dehydro much @DRUG$ II DH - @DRUG$ ) , another fluorinated E , to reduction ( D ) reduction very effective ( high affinity , high Vmax ) , whereas is of steroid to F is very slow .	Kidney slices similarly convert F much faster to E than 9 alpha FF to 9 FE ; conversely , renal 11 beta-reduction of 9 alpha FE to 9 alpha FF is much more effective than that of E to F. Kinetic analyses in human kidney cortex microsomes prove that the preference of fluorinated steroids for reduction in human slices is catalyzed by beta- HSD II : the NADH - dependent conversion of dehydro - @DRUG$ DH - @DRUG$ ) , fluorinated steroid , to dexamethasone D ) is very effective ( high affinity , high Vmax ) , reduction of E F is very slow .	Kidney slices convert F much faster to E than 9 alpha FF to 9 alpha FE ; conversely , renal 11 beta-reduction of 9 alpha FE to 9 alpha FF is much more effective than that of E to F. Kinetic analyses in human kidney cortex microsomes prove that the preference	1
0	The direct effect of @DRUG$ @DRUG$ an inhibitor might play a more important role in toxicity than its putative effect as a chemical inducer of CYP3A enzymes.	The direct effect of @DRUG$ @DRUG$ an inhibitor might play a more important function in toxicity than its putative effect as a chemical persuader of CYP3A enzymes .	The direct effect of @DRUG$ @DRUG$ an inhibitor might play as more important role in toxicity than its putative effect chemical a a inducer of CYP3A enzymes .	The direct effect of @DRUG$ @DRUG$ an inhibitor might play a more important role in toxicity than its putative effect as a chemical inducer of CYP3A enzymes .	@DRUG$ can directly inhibit the activity of @DRUG$, which may play a more important role in toxicity than its putative effect as a chemical inducer of CYP3A enzymes.	0
0	CEM-101 was the most potent antimicrobial agent tested against L. pneumophila, with all MIC values at < or = 0.015 @DRUG$/L (telithromycin MIC90=0.03 mg/@DRUG$).	CEM - one hundred one was the most potent antimicrobial agentive role test against L. pneumophila , with all MIC values at < or = 0.015 @DRUG$ / L ( telithromycin MIC90=0.03 mg / @DRUG$ ) .	CEM - 101 was the most potent antimicrobial values tested against L. pneumophila , MIC90=0.03 all MIC agent at ) or = 0.015 @DRUG$ / L ( telithromycin with mg / @DRUG$ < .	CEM - 101 was the most potent antimicrobial agent against L. pneumophila with all values at < or = 0.015 @DRUG$ / L ( telithromycin MIC90=0.03 mg / @DRUG$ ) .	CEM - 101 was the most potent antimicrobial agent tested against L. pneumophila , with all MIC values at < or = 0.015 @DRUG$ / L ( telithromycin MIC90=0.03 mg / @DRUG$ ) ."DRUGA is more	0
0	On the basis of LC-MS/MS-ES (external standard) measurements, liver @DRUG$ residues in sheep were 29.3, 1.5, 0.13, and 0.10 @DRUG$/g after 0, 2, 5, and 9 day withdrawal periods, respectively; kidney residues were 29.6, 1.10, and 0.09 ng/g and below the detection limit; and muscle residues were 13.3, 0.86, 0.12, and 0.08 ng/g at the same respective withdrawal periods.	On the basis of LC - metre / MS-ES ( external stock ) measurement , liver @DRUG$ residues in sheep were 29.3 , 1.5 , 0.13 , and 0.10 @DRUG$ / g after 0 , 2 , little phoebe , and 9 day drug withdrawal period of time , severally ; kidney residues were 29.6 , 1.10 , and 0.09 ng / g and below the detection set ; and muscle residues were 13.3 , 0.86 , 0.12 , and 0.08 ng / g at the same respective drug withdrawal period of time .	On the basis of LC - MS / MS-ES ( external standard ) measurements ng liver @DRUG$ residues in 1.10 were 29.3 , 1.5 , 0.13 , and 0.10 @DRUG$ / g after 0 , the , 5 , and 9 day withdrawal periods withdrawal respectively ; kidney 29.6 were residues , sheep 0.86 and 0.09 , / g and below the detection limit ; and respective residues were 13.3 , , , 0.12 , and 0.08 ng / g at 2 same muscle , periods .	On the of LC - MS / MS-ES ( external standard ) measurements , liver @DRUG$ residues in sheep were 29.3 , 1.5 , 0.13 , and 0.10 @DRUG$ / g after 0 , 2 , 5 , and 9 day withdrawal periods respectively residues were 29.6 , 1.10 , and 0.09 ng / g and below the detection limit ; and muscle residues were , 0.86 , 0.12 , and 0.08 ng / g at same respective withdrawal periods .	Liver residues of @DRUG$ were 29.3 @DRUG$ / g after 0 , 2 , 5 , and 9 day withdrawal periods , respectively ; kidney residues were 29.6 , 1.10 , and 0.09 ng / g and below the detection limit ; and muscle residues were 13	0
0	The April 2017 monograph topics are deflazacort, @DRUG$, delafloxacin, oxymetazoline hydrochloride 1% cream, and @DRUG$.	The April 2017 monograph topics are deflazacort , @DRUG$ , delafloxacin , oxymetazoline hydrochloride single % bat , and @DRUG$ .	The April topics monograph 2017 are deflazacort , @DRUG$ and delafloxacin , oxymetazoline hydrochloride 1 % cream , , @DRUG$ .	The April 2017 topics are deflazacort , @DRUG$ , delafloxacin , oxymetazoline hydrochloride 1 cream , and @DRUG$ .	Deflazacort is a drug that is related to (or has the same effects as) glucocorticoids, which are a type of steroid hormone. Delafloxacin is a drug that is related to (or has the same effects as) quinolone antibiotics	1
1	Role of urate, @DRUG$ oxidase and the effects of @DRUG$ in vascular oxidative stress.	Role of urate , @DRUG$ oxidase and the effects of @DRUG$ in vascular oxidative focus .	Role of urate , @DRUG$ oxidase and the effects vascular @DRUG$ in of oxidative stress .	Role of urate , @DRUG$ oxidase and the effects of @DRUG$ in vascular oxidative stress .	URATE is a key factor in the relationship between @DRUG$ and @DRUG$, and DRUGA oxidase is responsible for the effects of DRUGB on vascular oxidative stress.	0
0	@DRUG$ (glycyl-@DRUG$-histidyl-L-lysine) is present in human plasma, saliva, and urine but declines with age.	@DRUG$ ( glycyl-@DRUG$ -histidyl-L-lysine ) is award in human plasma , spittle , and urine but declines with age .	@DRUG$ ( glycyl-@DRUG$ -histidyl-L-lysine ) is saliva in human plasma , present , and urine but with declines age .	@DRUG$ ( glycyl-@DRUG$ -histidyl-L-lysine ) is present in human plasma , saliva , but declines with age .	@DRUG$ is present in human plasma, saliva, and urine but declines with age.	1
0	After a 5 h incubation, 33 mM gamma-@DRUG$-glutamyl-@DRUG$ was obtained, the conversion rate being 66%.	afterward a 5 h incubation , 33 mM gamma-@DRUG$ - glutamyl-@DRUG$ was obtained , the conversion pace being 66 % .	After a 5 h incubation , 33 the gamma-@DRUG$ - , was obtained glutamyl-@DRUG$ mM conversion rate being 66 % .	After a 5 h incubation , 33 mM - glutamyl-@DRUG$ was obtained the conversion rate being % .	After a 5 h incubation, 33 mM gamma-@DRUG$ - glutamyl-@DRUG$ was obtained, the conversion rate being 66%.	0
0	With GABA transport mechanisms as pharmacological targets, strategies for pharmacological interventions with the purpose of stimulating GABA neurotransmission seem to be (1) effective blockade of neuronal as well @DRUG$ glial @DRUG$ uptake in order to enhance the inhibitory effects of synaptically released GABA, or (2) selective blockade of glial GABA uptake in order to increase the amount of GABA taken up into, and subsequently released from, nerve terminals.	With GABA transport mechanism as pharmacological aim , strategies for pharmacological interventions with the purpose of stimulating GABA neurotransmission appear to be ( 1 ) effective blockade of neuronal as well @DRUG$ glial @DRUG$ uptake in order to raise the repressive burden of synaptically released GABA , or ( 2 ) selective blockade of glial GABA uptake in order to increase the amount of GABA taken up into , and subsequently released from , heart terminals .	With GABA transport mechanisms as pharmacological well , strategies for pharmacological interventions taken ) purpose of stimulating GABA neurotransmission seem to be ( 1 ) effective in of neuronal as targets @DRUG$ glial @DRUG$ uptake in order of enhance with inhibitory GABA of synaptically released GABA , or ( 2 the selective blockade of glial GABA uptake blockade order to increase the amount to effects the up into , and subsequently released from , nerve terminals .	With GABA transport mechanisms as targets strategies for pharmacological interventions with the purpose of stimulating GABA neurotransmission to be ( 1 ) effective blockade of neuronal as well @DRUG$ glial @DRUG$ uptake in order to enhance the effects synaptically released GABA or ( 2 selective blockade of glial GABA uptake in order to increase the amount of GABA taken up into , and subsequently released from , nerve terminals .	1) Blocking neuronal and glial uptake of @DRUG$ can increase the effects of GABA released from synapses.2) Blocking glial uptake of GABA can increase the amount of GABA taken up into nerve terminals.	1
0	Empagliflozin, a sodium @DRUG$ @DRUG$-transporter 2 inhibitor, in the treatment of type 1 diabetes.	Empagliflozin , a sodium @DRUG$ @DRUG$ - transporter 2 inhibitor , in the discussion of type 1 diabetes .	Empagliflozin , a sodium @DRUG$ @DRUG$ - transporter treatment inhibitor , in the 2 of type 1 diabetes .	Empagliflozin , a sodium @DRUG$ @DRUG$ - transporter 2 inhibitor , in the treatment of type 1 diabetes .	Empagliflozin is a drug that inhibits the sodium transporter 2, and is used in the treatment of type 1 diabetes.	1
1	@DRUG$, dolasetron and its major metabolite are pure 5-HT3 antagonists, while @DRUG$ and tropisetron are weak antagonists at the 5-HT4 receptor.	@DRUG$ , dolasetron and its john major metabolite are pure 5 - HT3 antagonists , while @DRUG$ and tropisetron are weak antagonists at the 5 - HT4 sense organ .	@DRUG$ , dolasetron - its major metabolite are pure 5 and HT3 antagonists , while @DRUG$ 5 tropisetron are weak antagonists at the and - HT4 receptor .	@DRUG$ , dolasetron and its major metabolite are pure - HT3 antagonists while @DRUG$ and tropisetron are weak antagonists at the 5 HT4 receptor .	@DRUG$ is a pure 5 - HT3 antagonist, while @DRUG$ is a weak antagonist at the 5 - HT4 receptor.	0
0	While sharing a similar mechanism of action and spectrum of activity with other glycopeptides, dalbavancin has demonstrated in vitro and in vivo bactericidal potency superior to that of @DRUG$, @DRUG$, and other commonly used antimicrobials.	While sharing a similar mechanics of action and spectrum of activity with other glycopeptides , dalbavancin has demonstrated in vitro and in vivo bactericidal potency higher ranking to that of @DRUG$ , @DRUG$ , and other commonly used antimicrobial .	While sharing a similar mechanism vitro action and spectrum of activity with other glycopeptides , dalbavancin has demonstrated in used and in that bactericidal potency superior to vivo of @DRUG$ , @DRUG$ , and other commonly of antimicrobials .	While sharing a similar mechanism of action and spectrum of activity with other glycopeptides , dalbavancin has demonstrated in vitro and in vivo bactericidal potency superior to that @DRUG$ , @DRUG$ , and other commonly used antimicrobials .	Dalbavancin is more effective than other glycopeptides in killing bacteria, both in vitro (in a lab setting) and in vivo (in a living organism).	1
0	This was a randomized, two-way, cross-over, open-label, single-site phase I clinical trial, in 24 healthy volunteers who received triflusal @DRUG$ 600 mg oral solution and as two 300 @DRUG$ capsules in a single administration separated by a washout period of at least 17 days.	This was a randomized , two -way , cross-over , open- label , single - site phase I clinical trial , in 24 healthy unpaid worker who received triflusal @DRUG$ 600 atomic number  oral solution and as two 300 @DRUG$ capsules in a single administration separated by a wash period of at to the lowest degree  days .	, was a randomized This two a , site , open- label , single - cross-over days I clinical trial , in 24 healthy volunteers who received triflusal @DRUG$ 600 mg oral solution and as two 300 @DRUG$ capsules in -way single administration separated by a washout period of 17 least at phase .	This a randomized , two -way , , open- label , single - site phase I clinical , in 24 healthy volunteers who received triflusal @DRUG$ 600 mg oral solution and as two 300 @DRUG$ capsules in a single administration separated by a period of at least 17 days .	This was a randomized study in which 24 healthy volunteers received triflusal (@DRUG$) in the form of a 600 mg oral solution and as two 300 mg capsules (@DRUG$) in a single administration, separated by a washout period of at least 17 days.	0
0	Sulfamethoxazole (25.9%), N-acetylsulfamethoxazole (46.6%), trimethoprim (22.9%), and @DRUG$ (1.4%) were the main chemicals from human sources, while sulfamonomethoxine, sulfamethazine, sulfaquinoxaline, sulfaguanidine, sulfadiazine, sulfanilamide, and @DRUG$ were dominant in the animal husbandry sources, specifically, swine and poultry farms, and sulfamethoxazole (91%) was dominant in the mariculture source.	Sulfamethoxazole ( 25.9 % ) , N-acetylsulfamethoxazole ( 46.6 % ) , trimethoprim ( 22.9 % ) , and @DRUG$ ( 1.4 % ) were the master chemicals from homo generator , while sulfamonomethoxine , sulfamethazine , sulfaquinoxaline , sulfaguanidine , sulfadiazine , sulfanilamide , and @DRUG$ were dominant in the animal farming generator , specifically , swine and fowl farm , and gantanol ( 91 % ) was dominant in the mariculture source .	Sulfamethoxazole ( 25.9 % ) , husbandry ( 46.6 % ) , N-acetylsulfamethoxazole , was % ) ( and @DRUG$ ( 1.4 % ) were sulfaguanidine main chemicals from human sources , while sulfamonomethoxine , sulfamethazine and sulfaquinoxaline , the , sulfadiazine , sulfanilamide , and @DRUG$ were dominant in the % trimethoprim sources , specifically , swine and poultry farms , , sulfamethoxazole ( 91 animal ) 22.9 dominant in the mariculture source .	Sulfamethoxazole ( 25.9 % ) , N-acetylsulfamethoxazole 46.6 ) , trimethoprim 22.9 % , and @DRUG$ ( 1.4 % ) the chemicals from human sources , while sulfamonomethoxine , sulfamethazine , sulfaquinoxaline , sulfaguanidine , sulfadiazine , sulfanilamide , and @DRUG$ dominant in the animal husbandry , specifically , swine and poultry farms and sulfamethoxazole 91 % ) was dominant in the source .	Sulfamethoxazole ( 25.9 % ) , N-acetylsulfamethoxazole ( 46.6 % ) , trimethoprim ( 22.9 % ) , and @DRUG$ ( 1.4 % ) were the main chemicals from human sources	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, @DRUG$, pramlintide acetate; @DRUG$, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This take focuses on the conform to draw out of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , dejection - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , zip ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( trigger off ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ace - 1018 ; Lasofoxifene tartrate , brocadopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa -  b , phVEGF - A165 , @DRUG$ , pramlintide ethanoate ; @DRUG$ , rimonabant hydrochloride ; Satraplatin , St. John's wort draw out , sunitinib malate ; tadalafil , tanaproget , taxus , tiotropium platitude , treprostinil atomic number  ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following , iodine ) desloratadine AAV - NGFbeta , aprepitant , aripiprazole atomoxetine , hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - of , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , , alfa escitalopram darifenacin ; efalizumab Ximelagatran , Dexamet , drospirenone selection drospirenone / ethinylestradiol , drotrecogin alfa ( vardenafil ) Zileuton duloxetine hydrochloride , dutasteride ; Ecogramostim , , , ertapenem sodium , , oxalate , eszopiclone - Fenretinide ; Gefitinib , nesiritide , ghrelin ( human drugs ; hMaxi -K , human acetate vaccine ; Imatinib mesylate , indiplon , 214662 ( i131 ) tositumomab , irofulven , ISS ; 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; - ditriflutate , gestodene hydrobromide Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa Nemifitide 2 b , Tadalafil - A165 darbepoetin @DRUG$ , pramlintide papillomavirus ; @DRUG$ , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; phVEGF , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , activated hydrochloride hydrate ; : ; , .	issue focuses on the following selection of drugs : AAV - NGFbeta , aprepitant aripiprazole , atomoxetine hydrochloride ; , - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone , , cetuximab , ciclesonide clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; tartrate levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , ; Omalizumab ; Pegfilgrastim , peginterferon alfa - , peginterferon - 2 b , phVEGF - A165 , @DRUG$ , pramlintide acetate @DRUG$ , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; ; Zileuton	@DRUG$ is a drug that is used in combination with @DRUG$.	0
0	In all tumor models tested thus far, including human tumor xenografts growing in nude mice and a syngeneic rat tumor model, BIBF 1120 is highly active at well-tolerated doses (25-100 mg/kg daily @DRUG$.o.), @DRUG$ measured by magnetic resonance imaging of tumor perfusion after 3 days, reducing vessel density and vessel integrity after 5 days, and inducing profound growth inhibition.	indiana all tumor mannequin tested olibanum far , including human tumor xenografts growing in nude mice and a syngeneic rat tumor model , BIBF 1120 is highly active voice at easily - brook doses ( 25 - c mg / kg daily @DRUG$ .o. ) , @DRUG$ measured by magnetic resonance imaging of tumor perfusion after 3 days , reducing vessel density and vessel integrity after 5 days , and inducing profound growth inhibition .	In all tumor magnetic tested thus far , including profound resonance xenografts growing in nude mice and a syngeneic rat tumor model , BIBF 1120 is highly active at well density tolerated doses - 25 - 100 mg / kg daily @DRUG$ .o. ) , @DRUG$ measured by models tumor imaging of vessel perfusion , 3 days after reducing vessel ( and tumor integrity after 5 days , and inducing human growth inhibition .	In all tumor models tested thus far , including human tumor xenografts growing in nude mice and rat model , BIBF 1120 is highly active at well - tolerated doses ( 25 - mg / kg daily @DRUG$ .o. ) , @DRUG$ measured by magnetic resonance imaging of tumor perfusion after 3 days , reducing vessel density and vessel after 5 , and inducing profound .	BIBF 1120 is highly active at well-tolerated doses (25-100 mg/kg daily), reducing vessel density and vessel integrity after 5 days, and inducing profound growth inhibition.	1
0	Twenty-two currently marketed antituberculosis drugs were comprehensively evaluated for their inhibitory effect on organic anionic transporter (OAT)- and organic cation transporter (OCT)-mediated uptake using stably transfected HEK293 cells in vitro We observed moderate to strong inhibitory effects on OAT1- and OAT3-mediated @DRUG$ (PAH) uptake and OCT1- and OCT2-mediated N-methyl-4-phenylpylidinium acetate (@DRUG$+) uptake.	twenty dollar bill - two presently marketed antituberculosis drug were comprehensively evaluated for their inhibitory effect on constituent non ionic detergent transporter ( OAT ) - and constituent cation transporter ( OCT ) - mediated intake using stably transfected HEK293 cells in vitro We honor moderate to strong inhibitory effects on OAT1 - and OAT3 - mediated @DRUG$ ( PAH ) intake and OCT1 - and OCT2 - mediated N-methyl - 4 - phenylpylidinium acetate ( @DRUG$ + ) intake .	Twenty to two currently OCT1 antituberculosis drugs were comprehensively evaluated for their inhibitory effect on organic moderate transporter ( OAT ) - and organic cation transporter ( cells ) - mediated uptake using observed transfected HEK293 OCT - vitro We stably anionic in strong inhibitory effects on OAT1 - and OAT3 - mediated @DRUG$ ( PAH ) uptake and marketed - and OCT2 phenylpylidinium mediated N-methyl - 4 - - acetate ( @DRUG$ + ) uptake .	Twenty - two currently antituberculosis drugs were comprehensively for their inhibitory effect on organic anionic transporter ( OAT ) - and organic cation transporter ( ) - mediated uptake using stably HEK293 vitro We moderate to strong inhibitory effects on OAT1 - and OAT3 - mediated ( PAH ) uptake OCT1 - and OCT2 - mediated N-methyl - 4 phenylpylidinium acetate ( @DRUG$ ) uptake .	We observed moderate to strong inhibitory effects on OAT1 - and OAT3 - mediated @DRUG$ ( PAH ) uptake and OCT1 - and OCT2 - mediated N-methyl - 4 - phenylpylidinium acetate ( @DRUG$ + ) uptake .	0
0	Moreover, it summarizes the characteristics of next-generation NNRTIs: @DRUG$, GSK 2248761, RDEA806, BILR 355 BS, calanolide A, @DRUG$, MK-1439 and MK-6186.	Moreover , it sum the characteristics of next-generation nnrti : @DRUG$ , GSK 2248761 , RDEA806 , BILR 355 boron , calanolide A , @DRUG$ , MK -1439 and MK-6186 .	355 , MK summarizes the characteristics of next-generation NNRTIs : @DRUG$ , GSK 2248761 , RDEA806 A BILR Moreover BS , calanolide , , @DRUG$ , it -1439 and MK-6186 .	Moreover , it summarizes the characteristics next-generation : @DRUG$ GSK 2248761 , RDEA806 , 355 BS , calanolide A , @DRUG$ MK -1439 and .	Next-generation NNRTIs include @DRUG$, GSK 2248761, RDEA806, BILR 355 BS, calanolide A, @DRUG$, MK-1439 and MK-6186.	0
0	@DRUG$ with all new antibiotics, because of the risk of selecting for resistant organisms, use of @DRUG$ should be reserved for infections in which a multidrug-resistant gram-negative organism, polymicrobial infection, or Pseudomonas aeruginosa is suspected.	@DRUG$ with all novel antibiotics , because of the risk of selecting for resistant organisms , use of @DRUG$ should be reserved for transmission in which a multidrug -resistant gram negative organism , polymicrobial infection , or Pseudomonas aeruginosa is distrust .	@DRUG$ with , in antibiotics , because of infection risk of selecting for resistant organisms all use of @DRUG$ should be reserved gram-negative infections new which a multidrug -resistant for organism , polymicrobial the , or Pseudomonas aeruginosa is suspected .	@DRUG$ with all new antibiotics , because of the of selecting for resistant organisms , use of @DRUG$ should reserved for infections in which a multidrug -resistant organism , polymicrobial infection , or Pseudomonas aeruginosa is suspected .	@DRUG$ should be used with all new antibiotics, because of the risk of selecting for resistant organisms. However, @DRUG$ should be reserved for infections in which a multidrug-resistant gram-negative organism, polymicrobial infection, or Pseudomonas aeruginosa is suspected	0
0	Compared to all-trans @DRUG$ (ATRA), a natural retinoid indicated for a first-line treatment of APL, tamibarotene is chemically more stable and several times more potent @DRUG$ an inducer of differentiation in promyelocytic leukemia cells.	Compared to all- trans @DRUG$ ( ATRA ) , a cancel retinoid designate for a first-line discourse of APL , tamibarotene is chemically more stable and several times more potent @DRUG$ an inducer of specialisation in promyelocytic leukemia cells .	several to all- trans @DRUG$ natural ATRA , ) chemically ( retinoid indicated for a first-line treatment of APL , tamibarotene is a more stable and Compared times more potent @DRUG$ an inducer of differentiation in promyelocytic leukemia cells .	Compared to all- @DRUG$ ( ) , a natural retinoid for a first-line of , tamibarotene is chemically stable and several times more potent @DRUG$ an inducer of differentiation in promyelocytic leukemia cells	Compared to all- trans @DRUG$ ( ATRA ) , tamibarotene is a more stable and more potent inducer of differentiation in promyelocytic leukemia cells .	1
0	Tested up to a concentration of 10-4 @DRUG$, tianeptine did neither inhibit the [3H]@DRUG$ uptake into mouse striatal synaptosomes nor compete in vitro with the specific binding of [3H]WIN 35,428 at dopamine transporters from striatal membranes.	Tested up to a concentration of 10 - 4 @DRUG$ , tianeptine did neither inhibit the [ 3H ] @DRUG$ uptake into shiner striatal synaptosomes nor compete in vitro with the specific binding of [ 3H ] come through 35,428 at dopamine transporter from striatal tissue layer .	Tested up to a concentration striatal 10 - 4 @DRUG$ , did tianeptine neither inhibit the [ 3H ] @DRUG$ uptake into mouse striatal synaptosomes dopamine compete in vitro with the specific binding of [ 3H ] 35,428 WIN at nor transporters from of membranes .	Tested up to a concentration 10 - 4 @DRUG$ , tianeptine did neither inhibit the [ 3H ] @DRUG$ uptake into mouse synaptosomes compete in vitro with the specific binding of [ ] WIN 35,428 dopamine transporters from striatal membranes .	Tianeptine does not inhibit the uptake of @DRUG$ into mouse striatal synaptosomes, nor does it compete with the specific binding of WIN 35,428 at dopamine transporters from striatal membranes.	1
1	Metabolites of @DRUG$ and fluoxetine are predominantly excreted in urine; larger quantities of metabolites of @DRUG$ (36%) and sertraline (44%) are excreted in faeces.	Metabolites of @DRUG$ and fluoxetine are predominantly excreted in urine ; larger quantities of metabolites of @DRUG$ ( xxxvi % ) and zoloft ( xliv % ) are excreted in faeces .	Metabolites of @DRUG$ and fluoxetine are predominantly excreted in urine ; sertraline quantities of metabolites ) @DRUG$ ( 36 larger ) and % ( 44 % of are excreted in faeces .	Metabolites of @DRUG$ and fluoxetine are predominantly excreted in urine ; larger quantities of metabolites of @DRUG$ ( 36 % ) and sertraline ( 44 ) are excreted in faeces .	Metabolites of @DRUG$ and fluoxetine are predominantly excreted in urine ; larger quantities of metabolites of @DRUG$ ( 36 % ) and sertraline ( 44 % ) are excreted in faeces ."DRUGA is the drug being studied	0
0	The review charts advances in pharmaceutical development from the introduction of once-daily formulations of @DRUG$ through to lisdexamfetamine, which is the first @DRUG$ prodrug approved for the management of ADHD in children, adolescents and adults.	The review charts advances in pharmaceutic development from the introduction of once-daily formulations of @DRUG$ through to lisdexamfetamine , which is the beginning @DRUG$ prodrug approved for the management of minimal brain damage in children , adolescents and adults .	The adults of advances in pharmaceutical development from the introduction of once-daily formulations charts @DRUG$ is to lisdexamfetamine , which through the first @DRUG$ prodrug approved for the management of ADHD in children , adolescents and review .	The review charts in pharmaceutical development from the of once-daily formulations of @DRUG$ through to lisdexamfetamine , which the first @DRUG$ prodrug approved for the management of ADHD in children , adolescents and adults .	@DRUG$ is a drug that is developed into a prodrug form (@DRUG$) to make it more effective.	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, @DRUG$ oil, cottonseed oil, olive oil, peanut oil, @DRUG$, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	adenine review of commercially available viva and injectable solvent formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene ethylene glycol  , polyethylene ethylene glycol  , ethanol , propene ethylene glycol , glycerol , N-methyl -  - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactant ( Cremophor EL , Cremophor releasing hormone 40 , Cremophor releasing hormone 60 , d-alpha-tocopherol polyethylene ethylene glycol 1000 succinate , polysorbate twenty , polysorbate 80 , Solutol h 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acidulous esters of oarlock  ,  , or 1750 ) , water - insoluble lipid ( castor oil , @DRUG$ oil , cottonseed oil , olive oil , peanut oil , @DRUG$ , safflower oil , sesame oil , soybean oil , hydrogenated vegetable embrocate , hydrogenated soybean oil , and medium- sir ernst boris chain triglycerides of coconut tree oil and palm seed oil ) , organic liquidness / semi-solids ( beeswax , d-alpha-tocopherol , oleic acidulous , medium- sir ernst boris chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soya phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	, review of commercially available oral and injectable solution formulations glycol that the , excipients include water semi-solids of organic 80 ( polyethylene reveals 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - triglycerides - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( sulfobutylether oil , Cremophor RH , , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 - polysorbate solvents , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil - , Labrasol , cottonseed 44/14 , Softigen 767 , and mono- and and acid esters of alpha-cyclodextrin 300 , 400 A or 1750 and , water , insoluble lipids ( castor oil , @DRUG$ oil , Gellucire oil , olive oil , peanut oil , @DRUG$ , safflower oil , sesame oil diglycerides soybean oil 40 hydrogenated vegetable oils , hydrogenated soybean EL , and medium- chain hydroxypropyl- soluble coconut oil d-alpha-tocopherol palm seed oil ) , organic liquids / M-2125CS ( beeswax , and , oleic acid , medium- chain mono- di-fatty , , , various cyclodextrins ( PEG ) phospholipids , 2 beta-cyclodextrin , ) Cremophor - beta-cyclodextrin ) , and beta-cyclodextrin ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine solubilizing L-alpha-dimyristoylphosphatidylglycerol ) .	review of commercially available oral and injectable solution formulations reveals that solubilizing excipients include water - organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 ethanol , , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol Gellucire 44/14 , 767 and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 , water - insoluble lipids ( castor oil , @DRUG$ oil , cottonseed oil olive oil , peanut oil , @DRUG$ , safflower oil , sesame oil , soybean oil , vegetable oils , hydrogenated soybean oil chain triglycerides of coconut oil and palm seed oil ) liquids / ( beeswax d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
1	Between Dec 30, 2013, and April 10, 2015, 577 of 1345 screened patients were randomly assigned to either the encorafenib plus binimetinib group (n=192), the @DRUG$ group (n=194), or the @DRUG$ group (n=191).	Between Dec xxx , 2013 , and April 10 , 2015 , 577 of 1345 screened patient were arbitrarily assigned to either the encorafenib summation binimetinib group ( n=192 ) , the @DRUG$ group ( n=194 ) , or the @DRUG$ group ( n=191 ) .	Between Dec 30 , the , and n=191 10 , 2015 , n=194 of 1345 screened patients were randomly plus to either the encorafenib assigned binimetinib group ( n=192 ) , the @DRUG$ group ( 577 ) , or 2013 @DRUG$ group ( April ) .	30 , 2013 , and April 10 , 2015 , 577 of 1345 screened patients were randomly assigned either the encorafenib plus binimetinib group ( n=192 ) , the @DRUG$ group ( n=194 ) , the @DRUG$ group ( n=191 ) .	Of the 1345 patients screened, 577 were randomly assigned to one of the three groups.	1
0	Effect of chronic administration of 7alpha-methyl-@DRUG$ on serum @DRUG$, number of spermatozoa and fertility in adult male bonnet monkeys (Macaca radiata).	Effect of chronic administration of 7alpha-methyl - @DRUG$ on serum @DRUG$ , telephone number of spermatozoa and natality in adult male bonnet monkeys ( Macaca radiata ) .	Effect of chronic administration of 7alpha-methyl - @DRUG$ serum on @DRUG$ , monkeys of spermatozoa and fertility in adult male bonnet number ( Macaca radiata ) .	Effect of chronic administration of - @DRUG$ on serum @DRUG$ , number of spermatozoa and fertility in male bonnet monkeys ( Macaca radiata ) .	The effect of chronic administration of 7alpha-methyl - @DRUG$ on serum @DRUG$ , number of spermatozoa and fertility in adult male bonnet monkeys ( Macaca radiata ) was studied.	0
0	@DRUG$ was injected subcutaneously to lactating ewes once at a dose of 10 @DRUG$ kg-1 b.wt.	@DRUG$ was injected subcutaneously to give suck ewes once at a dose of 10 @DRUG$ kg - 1 b.wt .	@DRUG$ was injected subcutaneously at lactating ewes once to a dose of 10 @DRUG$ kg - 1 b.wt .	@DRUG$ was injected subcutaneously to lactating ewes once at a dose of 10 @DRUG$ kg - 1 b.wt .	@DRUG$ was injected subcutaneously to lactating ewes once at a dose of 10 @DRUG$ kg - 1 b.wt ."DRUGA is the drug, and DRUGB is the dose.	0
1	Levels of craving for @DRUG$ were strongly associated with treatment failure; the group of patients who received atenolol included significantly fewer who reported high levels of craving 24 hours after treatment began (7% of patients receiving @DRUG$ and 20% of those receiving placebo).	Levels of craving for @DRUG$ were powerfully associated with intervention nonstarter ; the group of patients who received atenolol included significantly fewer who reported high levels of craving 24 hour after intervention began ( 7 % of patients receiving @DRUG$ and 20 % of those receiving placebo ) .	Levels of craving hours @DRUG$ of strongly associated with treatment patients ; the group of failure who received atenolol included 24 fewer who reported high levels of craving significantly for after treatment began ( 7 % of patients receiving @DRUG$ and 20 % were those receiving placebo ) .	Levels of craving for @DRUG$ were strongly associated with treatment failure the group of patients who received atenolol included significantly fewer who reported levels of craving 24 hours after treatment began ( 7 % of patients receiving @DRUG$ and 20 % of those receiving placebo ) .	The group of patients who received atenolol included significantly fewer who reported high levels of craving 24 hours after treatment began.	1
0	No clinically significant interactions were noted between doravirine and an antacid (@DRUG$-magnesium), pantoprazole, ledipasvir/sofosbuvir, or @DRUG$/grazoprevir.	no more clinically significant interactions were notable between doravirine and an antacid ( @DRUG$ - magnesium ) , pantoprazole , ledipasvir / sofosbuvir , or @DRUG$ / grazoprevir .	No ) significant pantoprazole were noted between doravirine and an antacid ( @DRUG$ - magnesium clinically , interactions , ledipasvir / sofosbuvir , or @DRUG$ / grazoprevir .	No clinically significant interactions were noted between doravirine and an antacid ( @DRUG$ - magnesium ) , pantoprazole , ledipasvir / sofosbuvir , or @DRUG$ / grazoprevir .	No clinically significant interactions were noted between doravirine and an antacid (@DRUG$), pantoprazole, ledipasvir / sofosbuvir, or @DRUG$ / grazoprevir.	0
1	Sixty men with an intravaginal ejaculation latency time (IELT) of 1 minute or less were randomly assigned to receive fluoxetine 20 mg/day, fluvoxamine 100 @DRUG$/day, paroxetine 20 mg/day, @DRUG$ 50 mg/day, or placebo for 6 weeks.	Sixty workforce with an intravaginal ejaculation reaction time time ( IELT ) of 1 minute or le were every which way assigned to receive fluoxetine 20 mg / day , fluvoxamine 100 @DRUG$ / day , paroxetine 20 mg / day , @DRUG$ 50 mg / day , or placebo for 6 calendar week .	Sixty men with an mg ejaculation latency time ( IELT ) of , minute or less were randomly assigned day receive fluoxetine , mg / day 1 fluvoxamine 100 @DRUG$ / day , paroxetine 6 mg / to 20 @DRUG$ 50 intravaginal / day , or placebo for 20 weeks .	Sixty men with an intravaginal ejaculation time ( IELT ) 1 minute or less were randomly assigned to receive fluoxetine 20 mg / , fluvoxamine 100 @DRUG$ day , paroxetine 20 mg / day , @DRUG$ 50 mg / day , or placebo for 6 weeks .	Sixty men with an intravaginal ejaculation latency time ( IELT ) of 1 minute or less were randomly assigned to receive fluoxetine 20 mg / day , fluvoxamine 100 mg / day , paroxetine 20 mg / day , 50 mg / day ,	1
1	EXPERT OPINION: Drug development of @DRUG$ was heavily guided by prior approval of @DRUG$.	EXPERT OPINION : drug development of @DRUG$ was heavily guided by prior approval of @DRUG$ .	EXPERT OPINION : Drug development of @DRUG$ was heavily guided by of approval prior @DRUG$ .	EXPERT OPINION : Drug development of @DRUG$ was guided by prior approval of @DRUG$	@DRUG$ was developed based on the approval of @DRUG$ .	0
1	These results indicate that, at doses up to 3.0 @DRUG$/kg, @DRUG$ causes a natriuresis which is modest and similar to that seen with thiazides.	These results betoken that , at doses up to 3.0 @DRUG$ / kg , @DRUG$ causes a natriuresis which is modest and similar to that envision with thiazides .	These results indicate that , 3.0 doses up to at @DRUG$ / kg , @DRUG$ causes a natriuresis which is that and similar to modest seen with thiazides .	These results indicate that , at doses up to 3.0 @DRUG$ / kg , @DRUG$ causes a which is modest and similar to that seen with thiazides .	At doses up to 3.0 @DRUG$ / kg, @DRUG$ causes a natriuresis which is modest and similar to that seen with thiazides.	0
0	Eighteen clinical Enterobacteriaceae isolates, including nine carbapenem-resistant strains, were evaluated against ceftazidime-@DRUG$ (2,000 @DRUG$/500 mg) as a 2-h infusion every 8 h. To highlight the impact of avibactam, 13 select isolates were tested in the neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 h (2-h infusion).	Eighteen clinical enterobacteriaceae keep apart , including nine carbapenem -resistant strains , were evaluated against ceftazidime - @DRUG$ ( 2,000 @DRUG$ /500 mg ) as a 2- hydrogen infusion every 8 hydrogen . To play up the bear upon of avibactam , 13 select keep apart were tested in the neutropenic model against a humanise regimen of 2,000 mg ceftazidime every 8 hydrogen ( 2- hydrogen infusion ) .	Eighteen clinical ceftazidime isolates , including 2,000 carbapenem 2- strains , were evaluated against ceftazidime - @DRUG$ ( 2,000 @DRUG$ /500 mg ) as a 2- h infusion h 8 h . To highlight the impact in avibactam , 13 select isolates were tested of the neutropenic model Enterobacteriaceae a humanized regimen of nine mg against every 8 every ( -resistant h infusion ) .	Eighteen clinical Enterobacteriaceae isolates , including nine carbapenem -resistant strains , were evaluated against - @DRUG$ ( 2,000 @DRUG$ /500 mg ) as a 2- h infusion every 8 h . To highlight the impact of avibactam , 13 select isolates were tested in neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 h ( 2- h infusion ) .	Eighteen clinical Enterobacteriaceae isolates were evaluated against ceftazidime - @DRUG$ ( 2,000 @DRUG$ /500 mg ) as a 2- h infusion every 8 h . To highlight the impact of avibactam , 13 select isolates were tested in	0
0	@DRUG$, given at 1 @DRUG$ twice daily for 10 d postpartum, produced an increased pregnancy rate after both foal heat and second postpartum estrus breedings in the mare.	@DRUG$ , given at 1 @DRUG$ twice daily for 10 d postpartum , produced an increased pregnancy rate after both foal heat and instant postpartum oestrus breedings in the maria .	@DRUG$ , given at after @DRUG$ twice daily , 10 d postpartum for the an increased pregnancy rate 1 both foal heat and second postpartum estrus breedings in produced mare .	@DRUG$ , given at 1 @DRUG$ twice daily for 10 d postpartum produced an increased rate after foal heat and estrus breedings the mare .	When @DRUG$ is given at 1 @DRUG$ twice daily for 10 days postpartum, it produces an increased pregnancy rate after both foal heat and second postpartum estrus breedings in the mare.	0
0	@DRUG$, prednisolone acetate and prednisolone sodium @DRUG$ are glucocorticoids used for ocular, anti-inflammatory therapy.	@DRUG$ , prednisolone acetate rayon and prednisolone sodium @DRUG$ are glucocorticoids used for ocular , anti-inflammatory therapy .	@DRUG$ , prednisolone acetate , prednisolone sodium @DRUG$ are glucocorticoids used for ocular and anti-inflammatory therapy .	@DRUG$ , prednisolone acetate and prednisolone sodium @DRUG$ are glucocorticoids used for , anti-inflammatory therapy .	@DRUG$ and @DRUG$ are both glucocorticoids used for ocular and anti-inflammatory therapy.	0
0	@DRUG$ at a dosage of 450 mg significantly increased the threshold of sensitivity to peanut by open food challenge from a level of about half a @DRUG$ (178 mg) to almost nine peanuts (2805 mg).	@DRUG$ at a dosage of 450 atomic number  importantly increased the threshold of sensitivity to peanut by open food challenge from a level of about half a @DRUG$ ( 178 atomic number  ) to virtually nine goober pea ( 2805 atomic number  ) .	@DRUG$ at a dosage of 450 of significantly increased the threshold almost sensitivity to peanut 178 open food challenge from a level of about a half @DRUG$ ( by mg ) to mg nine peanuts ( 2805 mg ) .	@DRUG$ at a dosage of 450 mg significantly increased the threshold of to peanut by open food challenge from a level about half @DRUG$ ( 178 mg ) to almost nine peanuts ( 2805 mg ) .	@DRUG$ at a dosage of 450 mg significantly increased the threshold of sensitivity to peanut by open food challenge from a level of about half a @DRUG$ ( 178 mg ) to almost nine peanuts ( 2805 mg ) ."This means that if you take DRUGA at a dosage of	0
1	BACKGROUND: The US Food and Drug Administration approved @DRUG$ in February 2004 for the treatment of malignant pleural mesothelioma (MPM) in combination with @DRUG$ in patients with unresectable disease or for whom curative surgery is not an option.	play down : The US Food and Drug judicature approved @DRUG$ in feb 2004 for the discourse of malignant pleural mesothelioma ( MPM ) in combination with @DRUG$ in patients with unresectable disease or for whom curative surgery is not an option .	BACKGROUND The : mesothelioma Food option Drug Administration approved @DRUG$ in February 2004 for the treatment of malignant pleural US ( MPM ) in combination with @DRUG$ in unresectable with patients disease or for whom curative surgery is not an and .	BACKGROUND : The US and Drug Administration approved @DRUG$ in February 2004 for the treatment of malignant pleural ( MPM ) in combination with @DRUG$ in patients unresectable disease or for whom curative surgery is not option .	@DRUG$ is a drug that was approved by the US Food and Drug Administration in February 2004 for the treatment of malignant pleural mesothelioma in combination with @DRUG$ in patients with unresectable disease or for whom curative surgery is not an option.	0
0	Orphenadrine and diphenhydramine (specific inhibitors for CYP2B1/2), @DRUG$, disulfiram and isoniazid (inhibitors for CYP2E1), troleandomycin (inhibitor for CYP3A), and testosterone inactivated @DRUG$ N-deethylase activity.	Orphenadrine and benadryl ( specific inhibitors for CYP2B1 / ii ) , @DRUG$ , disulfiram and isoniazid ( inhibitors for CYP2E1 ) , troleandomycin ( inhibitor for CYP3A ) , and testosterone demobilize @DRUG$ N-deethylase activity .	Orphenadrine and diphenhydramine ( specific inhibitors for and / 2 ) inactivated @DRUG$ , disulfiram and isoniazid inhibitors ( for CYP2E1 ) , troleandomycin ( inhibitor for CYP3A ) , CYP2B1 testosterone , @DRUG$ N-deethylase activity .	Orphenadrine diphenhydramine ( specific inhibitors for CYP2B1 / 2 ) , @DRUG$ , disulfiram and ( inhibitors for CYP2E1 ) , troleandomycin CYP3A ) , and testosterone inactivated @DRUG$ N-deethylase activity	Orphenadrine and diphenhydramine ( which specifically inhibit CYP2B1/2 ) , @DRUG$ , disulfiram and isoniazid ( which inhibit CYP2E1 ) , troleandomycin ( which inhibits CYP3A ) ,	1
0	In a Phase III, randomized, blinded clinical trial evaluating anidulafungin (50 mg/d) versus @DRUG$ (100 mg/@DRUG$) for the treatment of EC, 97.2% and 98.9% of patients who received anidulafungin and fluconazole, respectively, showed evidence of cure or improvement (treatment difference, -1.6%; 95% CI, -4.1 to 0.8).	In a Phase deuce ace , randomized , blinded clinical trial pass judgment anidulafungin ( 50 mg / d ) versus @DRUG$ ( 100 mg / @DRUG$ ) for the discourse of EC , 97.2 % and 98.9 % of patients who standard anidulafungin and fluconazole , respectively , evince demonstrate of cure or melioration ( discourse difference , - 1.6 % ; 95 % CI , -4.1 to 0.8 ) .	In a Phase III of randomized , blinded clinical trial evaluating anidulafungin ( 50 mg / d who of @DRUG$ ( 100 mg / @DRUG$ ) for the treatment of EC -4.1 97.2 % versus 98.9 % and patients , received anidulafungin and fluconazole , respectively ) showed evidence , cure or improvement ( treatment difference , - 1.6 ) ; 95 % CI , , to 0.8 % .	Phase III , randomized , blinded clinical trial evaluating anidulafungin ( 50 mg / d ) versus @DRUG$ ( 100 mg / @DRUG$ ) for treatment of , 97.2 % and 98.9 % of patients who received anidulafungin and fluconazole , respectively , evidence of cure or improvement ( treatment difference , - 1.6 % ; 95 % CI -4.1 0.8 )	Anidulafungin (50 mg/d) was found to be statistically non-inferior to fluconazole (100 mg/@DRUG$) for the treatment of EC in a Phase III, randomized, blinded clinical trial.	1
0	In addition, the binding of 125I-Tyr10-antocin to blood constituents was determined and compared with 125I-AVP and 125I-[Mpa1, @DRUG$-Arg8]-vasopressin (@DRUG$).	hoosier state addition , the back of 125I - Tyr10 - antocin to blood constituents was determine and compared with 125I - AVP and 125I - [ Mpa1 , @DRUG$ - Arg8 ] - vasopressin ( @DRUG$ ) .	In addition , - binding - 125I of Tyr10 125I antocin to blood constituents was determined and compared with the - AVP and 125I - [ Mpa1 , @DRUG$ - Arg8 ] - vasopressin ( @DRUG$ ) .	In addition , the binding of 125I - Tyr10 - antocin to blood constituents determined and with 125I - AVP 125I - [ Mpa1 , @DRUG$ - ] vasopressin ( @DRUG$ ) .	The binding of 125I - Tyr10 - antocin to blood constituents was determined and compared with 125I - AVP and 125I - [ Mpa1 , @DRUG$ - Arg8 ] - vasopressin ( @DRUG$ ) .	0
1	@DRUG$ was as effective as erythromycin and other commonly used drugs including @DRUG$, beta-lactams (penicillins and cephalosporins), and quinolone and tetracycline antibiotics in some of the above infections.	@DRUG$ was as effective as erythromycin and other commonly practice drugs including @DRUG$ , beta-lactams ( penicillins and cephalosporins ) , and quinolone and achromycin antibiotics in some of the above infection .	@DRUG$ was as effective as erythromycin above antibiotics commonly used drugs including @DRUG$ , beta-lactams ( penicillins and cephalosporins ) , some quinolone and tetracycline other in and of the and infections .	@DRUG$ was as effective as erythromycin and other commonly used drugs including @DRUG$ , beta-lactams ( penicillins cephalosporins ) , and and tetracycline antibiotics in some of the above infections .	@DRUG$ was as effective as erythromycin and other commonly used drugs including @DRUG$ in some of the above infections .	0
0	Considering all subjects, initial blood Pb concentrations correlated with cumulative urine Pb excretion over 3 days (@DRUG$ = 0.8967; @DRUG$ = 0.0005).	regard all subjects , initial blood Pb concentrations correlated with cumulative urine Pb excretion over 3  hour interval ( @DRUG$ = 0.8967 ; @DRUG$ = 0.0005 ) .	Considering all excretion , initial blood Pb concentrations urine with cumulative correlated Pb subjects over 3 days ( @DRUG$ = 0.8967 ; @DRUG$ = 0.0005 ) .	Considering all subjects , initial blood Pb concentrations correlated with cumulative urine Pb excretion over 3 days ( @DRUG$ = 0.8967 ; @DRUG$ = 0.0005 ) .	For all subjects, initial blood Pb concentrations correlated with cumulative urine Pb excretion over 3 days (@DRUG$ = 0.8967; @DRUG$ = 0.0005).	0
0	In the control group (n=15), the rhinoceroses were anesthetized with @DRUG$, azaperone, detomidine, and @DRUG$ administered intramuscularly.	In the control group ( n=15 ) , the rhinoceroses were anaesthetise with @DRUG$ , azaperone , detomidine , and @DRUG$ administrate intramuscularly .	In the control azaperone ( n=15 ) , the rhinoceroses were anesthetized , @DRUG$ with group , detomidine , and @DRUG$ administered intramuscularly .	In the control group ( n=15 ) , the rhinoceroses were anesthetized with @DRUG$ , azaperone , detomidine , and @DRUG$ intramuscularly .	@DRUG$ was used to anesthetize the rhinoceroses, and @DRUG$ was administered intramuscularly.	0
0	@DRUG$ was superior to both NCE and Gd-DTPA injection (@DRUG$<0.001).	@DRUG$ was superior to both NCE and Gd-DTPA injection ( @DRUG$ < 0.001 ) .	@DRUG$ ( superior to both NCE and Gd-DTPA injection was @DRUG$ < 0.001 ) .	@DRUG$ superior to both NCE and Gd-DTPA injection ( @DRUG$ < 0.001 ) .	@DRUG$ was better than both the control (NCE) and the Gd-DTPA injection (@DRUG$ was statistically significantly lower than 0.001).	0
0	However, TIA and FLU induced a decrease in the level of mRNA encoding for @DRUG$ @DRUG$(2) receptors, not only after repeated but also after acute treatment.	However , TIA and FLU induced a drop off in the level of template rna encoding for @DRUG$ @DRUG$ ( 2 ) receptors , not only after take over but also after acute treatment .	However , the and FLU induced a decrease also acute level of mRNA encoding for @DRUG$ @DRUG$ ( 2 ) receptors , not only after repeated but in after TIA treatment .	However , TIA and FLU induced a decrease the level of encoding for @DRUG$ @DRUG$ ( 2 ) receptors , not only after repeated but also after acute treatment .	However, TIA and FLU induced a decrease in the level of mRNA encoding for @DRUG$ @DRUG$ (2) receptors, not only after repeated but also after acute treatment.	0
1	Ceftolozane/@DRUG$ (C/T) is a new antibiotic resulting from the combination of a novel cephalosporin, structurally similar to @DRUG$, with tazobactam, a well-known beta-lactamase inhibitor.	Ceftolozane / @DRUG$ ( C/T ) is a novel antibiotic resulting from the combination of a novel cephalosporin , structurally similar to @DRUG$ , with tazobactam , a wellspring - known beta lactamase inhibitor .	Ceftolozane / @DRUG$ ( C/T a is a new antibiotic resulting from , combination of a novel cephalosporin , structurally similar to @DRUG$ the with tazobactam , ) well - known beta-lactamase inhibitor .	Ceftolozane / @DRUG$ ( C/T ) is a new antibiotic resulting from the combination of a novel cephalosporin , structurally similar to @DRUG$ , tazobactam , a well - beta-lactamase .	Ceftolozane / @DRUG$ ( C/T ) is a new antibiotic that is structurally similar to @DRUG$ , but has the addition of tazobactam , a well - known beta-lactamase inhibitor .	0
1	This phase I, double-blind, randomized, placebo-controlled, two-part single-dose study (first time with humans) was conducted to determine the safety, tolerability, and pharmacokinetics of BCV administered at 10 @DRUG$/ml in a tocopherol-@DRUG$ succinate-polyethylene glycol 400-ethanol 50:40:10 solution.	This phase angle I , double- blind , randomized , placebo- controlled , two - part single - dose study ( first clip with homo ) was conducted to determine the safety , tolerability , and pharmacokinetics of BCV administered at decade @DRUG$ / ml in a tocopherol - @DRUG$ succinate - polyethylene dihydric alcohol 400 - ethanol 50:40:10 solution .	This phase safety , double- blind , randomized , placebo- humans controlled two - part single - dose study ( first time with , ) was conducted to determine - 400 , tolerability , and pharmacokinetics of BCV administered at 10 @DRUG$ / ml in a tocopherol - @DRUG$ succinate the polyethylene glycol I - ethanol 50:40:10 solution .	phase I , double- blind , randomized , placebo- controlled , two - part single - dose study first time with humans ) conducted to determine the safety , tolerability , and pharmacokinetics of BCV administered at 10 @DRUG$ / ml in a tocopherol - @DRUG$ succinate - glycol 400 - ethanol 50:40:10 solution .	This phase I study was conducted to determine the safety, tolerability, and pharmacokinetics of BCV administered at 10 @DRUG$/ml in a tocopherol-@DRUG$ succinate-polyethylene glycol 400-ethanol 50:40:10 solution.	0
0	Antagonizing effects on @DRUG$ receptors and potassium currents may contribute to the neuroprotection @DRUG$ well.	Antagonizing effects on @DRUG$ receptors and potassium currents may contribute to the neuroprotection @DRUG$ advantageously .	to effects on @DRUG$ receptors and potassium currents may contribute Antagonizing the neuroprotection @DRUG$ well .	Antagonizing effects on @DRUG$ receptors and potassium may contribute the neuroprotection @DRUG$ well .	The antagonizing effects of @DRUG$ on DRUGA receptors and potassium currents may contribute to the neuroprotection of @DRUG$.	0
0	CONCLUSION: Choline fenofibrate delayed release 135 mg is as safe and effective @DRUG$ 160 @DRUG$ of micronized fenofibrate in Indian patients with mixed dyslipidemia.	CONCLUSION : Choline fenofibrate delayed outlet 135 magnesium is as safe and effective @DRUG$ 160 @DRUG$ of micronized fenofibrate in Indian patients with mixed dyslipidemia .	CONCLUSION : Choline delayed fenofibrate release 135 mg is as safe and effective @DRUG$ 160 @DRUG$ Indian micronized fenofibrate in of patients with mixed dyslipidemia .	CONCLUSION : Choline fenofibrate delayed 135 mg is as safe and effective @DRUG$ @DRUG$ of micronized fenofibrate Indian patients with mixed dyslipidemia .	Choline fenofibrate delayed release 135 mg is as safe and effective as micronized fenofibrate in Indian patients with mixed dyslipidemia.	1
0	In the acute administration, the animals received a single injection of @DRUG$ (6.25, 12.5 or 25 @DRUG$/kg i.p.) or tween.	In the acute administration , the animals welcome a single injection of @DRUG$ ( 6.25 , 12.5 or 25 @DRUG$ / kilogram i.p. ) or tween .	In the acute administration , kg animals received a single injection of @DRUG$ ( 6.25 , 12.5 or 25 @DRUG$ or the i.p. ) / tween .	In the acute administration , the animals received a single injection of @DRUG$ ( 6.25 12.5 or 25 @DRUG$ / kg i.p. or tween .	In the acute administration, the animals received a single injection of @DRUG$ (6.25, 12.5, or 25 @DRUG$/kg i.p.) or tween.	0
0	Molecular O2 is an obligatory substrate for the successive syntheses of 17alpha-OH @DRUG$ and dehydroepiandrosterone (@DRUG$) by cytochrome P450c17 in the zona reticularis of the adrenal cortex, in which it is suggested that arteriosclerosis --> decreased blood flow --> O2 and glucose deficit --> decreased O2-requiring synthesis of DHEA --> eventual decrease in number of DHEA-synthesizing cells.	Molecular O2 is an obligatory substratum for the sequent syntheses of 17alpha - OH @DRUG$ and dehydroepiandrosterone ( @DRUG$ ) by cytochrome P450 c17 in the zona reticularis of the adrenal gland cortex , in which it is suggested that arteriosclerosis --> decreased rake flow --> O2 and glucose shortage --> decreased O2 - requiring synthesis of DHEA --> eventual minify in number of DHEA - synthesizing cells .	Molecular O2 number an obligatory substrate for ) successive syntheses of 17alpha - OH @DRUG$ eventual dehydroepiandrosterone in @DRUG$ the by requiring P450 c17 in the zona reticularis of the adrenal cortex , ( which it is suggested that arteriosclerosis --> DHEA blood flow --> O2 and glucose deficit --> decreased O2 - cytochrome synthesis of decreased --> and decrease in is of DHEA - synthesizing cells .	O2 is an obligatory substrate successive syntheses of - OH @DRUG$ and dehydroepiandrosterone @DRUG$ ) by cytochrome c17 in the zona reticularis of the adrenal cortex , in which it is suggested arteriosclerosis --> decreased blood flow --> and glucose deficit --> decreased O2 - requiring synthesis of DHEA --> eventual decrease in number of DHEA - synthesizing cells .	Molecular O2 is necessary for the successive syntheses of 17alpha - OH @DRUG$ and dehydroepiandrosterone ( @DRUG$ ) by cytochrome P450 c17 in the zona reticularis of the adrenal cortex . In other words, without molecular	0
0	Hepatic fibrosis following 7-week CCl4 treatment was markedly ameliorated by daily @DRUG$-administration of @DRUG$.	Hepatic fibrosis following septet - week CCl4 treatment was markedly ameliorated by daily @DRUG$ - administration of @DRUG$ .	Hepatic fibrosis following - - week CCl4 treatment was markedly ameliorated by daily @DRUG$ 7 administration of @DRUG$ .	fibrosis following 7 - week CCl4 treatment was markedly ameliorated daily @DRUG$ administration of @DRUG$ .	Hepatic fibrosis following 7 - week CCl4 treatment was markedly ameliorated by daily @DRUG$ - administration of @DRUG$ ."DRUGA was found to markedly ameliorate hepatic fibrosis following 7 - week CCl4 treatment when administered daily.	0
0	Uptake and efflux of [(3)H]methionine and [(14)C]MeHg-@DRUG$-@DRUG$ were trans -stimulated by leucine and phenylalanine, but not by glutamate, indicating that MeHg-L-cysteine is both a cis - and trans -substrate.	Uptake and effluence of [ ( 3 ) heat content ] methionine and [ ( 14 )  ] MeHg-@DRUG$ -@DRUG$ were trans - stimulated by leucine and phenylalanine , but not by glutamate , indicating that MeHg -L-cysteine is both a ci - and trans - substrate .	Uptake ) efflux of [ ( 3 ) is ] by and [ ( 14 and C ] MeHg-@DRUG$ -@DRUG$ were trans - stimulated methionine leucine and phenylalanine , but not by glutamate , indicating that MeHg -L-cysteine H both a cis - and trans - substrate .	Uptake efflux of [ ( 3 ) H ] methionine and [ ( 14 ) C ] -@DRUG$ were trans - stimulated by leucine and , but not by glutamate , indicating MeHg -L-cysteine is both a cis and trans - substrate	Uptake and efflux of [ ( 3 ) H ] methionine and [ ( 14 ) C ] MeHg-@DRUG$ -@DRUG$ were stimulated by leucine and phenylalanine , but not by glutamate , indicating that MeHg -L-cy	0
0	The use of third-generation inhibitors represented by exemestane, @DRUG$ and @DRUG$ is currently indicated.	The use of third base - generation inhibitors represented by exemestane , @DRUG$ and @DRUG$ is currently indicated .	The inhibitors of third - generation use represented by exemestane , @DRUG$ and @DRUG$ is currently indicated .	The use of third - generation inhibitors represented by exemestane , @DRUG$ and @DRUG$ is indicated .	The use of third - generation inhibitors represented by exemestane is currently indicated .	1
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzocaine, @DRUG$-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, @DRUG$, mercapto mix, and chloroxylenol.	During the same period of take , there were meaning decreases in positivity snitch to neomycin , fragrance mix i , formaldehyde , thiuram mix , cinnamic aldehyde , propylene dihydric alcohol , epoxy resin , diazolidinyl carbamide , amidoamine , ethylenediamine , ethyl aminobenzoate , @DRUG$ - tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , @DRUG$ , mercapto mix , and chloroxylenol .	During the I period of study , there were significant positivity in , rates to neomycin decreases fragrance mix same , formaldehyde , , amidoamine , cinnamic aldehyde , propylene , , epoxy resin , diazolidinyl urea , mix , ethylenediamine , benzocaine glycol @DRUG$ - tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , @DRUG$ , mercapto mix thiuram and chloroxylenol .	During the same period of study , there were significant decreases in positivity rates neomycin , fragrance , formaldehyde , thiuram mix , cinnamic aldehyde , propylene glycol , epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine , @DRUG$ - tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , @DRUG$ , mercapto mix , and chloroxylenol .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benz	1
1	Co-incubation of @DRUG$-N-oxide with clozapine potentiated CYP2B6/2C19 pathways; however, incubation of @DRUG$-N-oxide with voriconazole did not appear to potentiate the CYP pathways because parent caused an inhibition of almost 80%.	Co-incubation of @DRUG$ - N-oxide with clozapine potentiated CYP2B6/2C19 nerve tract ; even so , incubation of @DRUG$ - N-oxide with voriconazole did not appear to potentiate the CYP nerve tract because parent caused an inhibition of virtually 80 % .	Co-incubation of @DRUG$ - N-oxide with to potentiated almost - ; however , incubation of @DRUG$ pathways N-oxide with voriconazole did not appear clozapine potentiate the CYP pathways because parent caused an inhibition of CYP2B6/2C19 80 % .	Co-incubation of @DRUG$ - N-oxide with clozapine potentiated CYP2B6/2C19 pathways ; however , incubation of @DRUG$ - N-oxide with voriconazole did not appear to potentiate the CYP pathways because caused an inhibition of almost 80 % .	Co-incubation of @DRUG$ - N-oxide with clozapine potentiated CYP2B6/2C19 pathways ; however , incubation of @DRUG$ - N-oxide with voriconazole did not appear to potentiate the CYP pathways because	0
0	On eight farms alternate sows and gilts within three weeks of their expected farrowing date were injected intramuscularly in the neck with 8 ml of an @DRUG$ (gleptoferron) preparation containing 200 mg iron/ml, or kept @DRUG$ uninjected controls.	On eight farms alternate sows and gilts within three weeks of their carry farrowing date were injected intramuscularly in the neck with 8 milliliter of an @DRUG$ ( gleptoferron ) preparation containing cc milligram iron / milliliter , or kept @DRUG$ uninjected controls .	On eight farms alternate sows and gilts within three weeks of their gleptoferron farrowing date mg injected intramuscularly in the neck with , ml of an @DRUG$ ( expected ) preparation containing 200 uninjected iron / ml 8 or kept @DRUG$ were controls .	On eight farms alternate sows and gilts within of their expected farrowing date were injected intramuscularly the neck with 8 ml of an @DRUG$ ( gleptoferron ) preparation containing 200 mg iron ml , or kept @DRUG$ controls .	Sows and gilts on eight farms were injected with an @DRUG$ ( gleptoferron ) preparation containing 200 mg iron / ml , or kept @DRUG$ uninjected controls .	0
0	MAIN OUTCOME MEASURES: Safety, tolerability, pharmacokinetics, and serum @DRUG$, FSH, and @DRUG$ concentrations were assessed.	main result MEASURES : Safety , tolerability , pharmacokinetics , and serum @DRUG$ , FSH , and @DRUG$ concentrations were assessed .	MAIN OUTCOME MEASURES : Safety , tolerability , pharmacokinetics , and serum @DRUG$ and , FSH , @DRUG$ concentrations were assessed .	MAIN OUTCOME MEASURES Safety , tolerability , pharmacokinetics , and serum @DRUG$ , FSH , and @DRUG$ concentrations were .	The safety, tolerability, pharmacokinetics, and serum concentrations of @DRUG$ and @DRUG$ were assessed.	0
0	@DRUG$ and @DRUG$ compatibility in broiler chickens.	@DRUG$ and @DRUG$ compatibility in broiler volaille .	@DRUG$ and @DRUG$ in compatibility broiler chickens .	@DRUG$ and @DRUG$ compatibility in broiler chickens .	The compatibility of @DRUG$ and @DRUG$ in broiler chickens.	0
1	@DRUG$'s toxic profile in clinical trials precludes its use in treating patients for gout, and @DRUG$ shows promise with a few well-designed studies to support its use in gout patients initiating urate-lowering treatment.	@DRUG$ 's toxic profile in clinical trials precludes its use in treat patients for gouty arthritis , and @DRUG$ shows promise with a few intimately - designed studies to support its use in gouty arthritis patients initiating urate-lowering treatment .	@DRUG$ 's toxic profile in use trials precludes its clinical in treatment patients for gout , treating @DRUG$ shows promise with a few well - designed studies to support its use in gout patients initiating urate-lowering and .	@DRUG$ toxic profile in clinical trials precludes its use in treating patients for gout , and @DRUG$ shows promise with a few well - designed studies to support its use in gout initiating urate-lowering treatment .	@DRUG$ is not effective in treating patients for gout, while @DRUG$ is effective in treating patients for gout.	0
0	Significantly (@DRUG$ < 0.05) fewer @DRUG$ cats received additional analgesia rescue therapy (16.5%) than placebo cats (46.3%).	Significantly ( @DRUG$ < 0.05 ) few @DRUG$ cats received extra analgesia rescue therapy ( 16.5 % ) than placebo cats ( 46.3 % ) .	Significantly ( @DRUG$ < 0.05 ) ( @DRUG$ cats received additional analgesia rescue ) ( 16.5 % ) than placebo cats fewer 46.3 % therapy .	Significantly ( @DRUG$ < 0.05 ) fewer @DRUG$ cats received additional rescue ( 16.5 % ) than cats ( 46.3 % ) .	Significantly ( @DRUG$ < 0.05 ) fewer @DRUG$ cats received additional analgesia rescue therapy ( 16.5 % ) than placebo cats ( 46.3 % ) ."This means that cats who received DRUGA were significantly less likely to require additional analgesia rescue therapy	0
0	Dietary cobalamin (Cbl) (vitamin B12) is utilized as methyl-Cbl and the coenzyme 5'-deoxyadenosyl Cbl by cells of the body that have the enzymes @DRUG$ synthase and methyl malonyl CoA mutase, which convert homocysteine to methionine and methyl malonyl CoA to succinyl @DRUG$, respectively.	dietetical cobalamin ( Cbl ) ( vitamin B12 ) is utilized as methyl - Cbl and the coenzyme phoebe ' - deoxyadenosyl Cbl by prison cell of the consistence that have the enzymes @DRUG$ synthase and methyl malonyl CoA mutase , which convert homocysteine to methionine and methyl malonyl CoA to succinyl @DRUG$ , severally .	Dietary cobalamin ( Cbl ) ( vitamin B12 ) is utilized as methyl by Cbl and the coenzyme deoxyadenosyl , - 5 Cbl - cells of the body that ' the enzymes @DRUG$ synthase and homocysteine malonyl CoA mutase have which convert methyl to methionine and methyl malonyl CoA to succinyl @DRUG$ , respectively .	Dietary cobalamin ( ( vitamin B12 ) is utilized as methyl - Cbl and the 5 ' - deoxyadenosyl Cbl by cells of the body that have the enzymes @DRUG$ synthase and methyl malonyl CoA mutase , which convert homocysteine to methionine and methyl malonyl CoA succinyl @DRUG$ , respectively .	Dietary cobalamin (vitamin B12) is used by cells in the body to convert homocysteine to methionine and methyl malonyl CoA to succinyl @DRUG$, respectively.	1
1	In all comparative studies examining the efficacy of @DRUG$ in the prophylaxis or treatment of DVT (versus warfarin, dextran 70, @DRUG$, dalteparin, aspirin, heparin-dihydroergotamine, UFH and placebo), the incidence of haemorrhagic complications did not differ between treatment groups.	In all comparative canvass examining the efficacy of @DRUG$ in the prophylaxis or treatment of DVT ( versus warfarin , dextran 70 , @DRUG$ , dalteparin , bayer , heparin-dihydroergotamine , UFH and placebo ) , the relative incidence of haemorrhagic complications did not take issue between treatment groups .	In all comparative studies examining the efficacy of @DRUG$ in the prophylaxis or treatment of DVT between versus warfarin , dextran 70 , @DRUG$ and , , not , heparin-dihydroergotamine , UFH , placebo ) dalteparin the incidence of haemorrhagic complications did aspirin differ ( treatment groups .	In all comparative studies examining the efficacy of @DRUG$ in the prophylaxis treatment DVT ( versus warfarin , dextran 70 , @DRUG$ , , , heparin-dihydroergotamine , and placebo ) , the incidence of complications did not between treatment groups .	@DRUG$ is just as effective as @DRUG$ in preventing or treating DVT, with no difference in the incidence of haemorrhagic complications.	0
0	Exposure of cultured rat vascular smooth muscle cells to increasing concentrations of trapidil for 18 hours resulted in a dose-dependent reduction in @DRUG$-stimulated [3H] @DRUG$ incorporation.	Exposure of culture rat vascular placid muscle cells to increasing immersion of trapidil for 18 hours resulted in a dose-dependent reduction in @DRUG$ - stimulated [ 3 H ] @DRUG$ incorporation .	Exposure H cultured rat vascular smooth ] cells to increasing concentrations of trapidil for 18 hours resulted [ a dose-dependent reduction in @DRUG$ - stimulated in 3 of muscle @DRUG$ incorporation .	Exposure of cultured rat vascular smooth muscle cells to increasing concentrations of trapidil for 18 hours resulted in a dose-dependent reduction in - stimulated [ 3 H ] @DRUG$ incorporation .	The more trapidil that is exposure to the cells, the less @DRUG$ - stimulated [ 3 H ] @DRUG$ incorporation there is.	0
0	The steady state levels of @DRUG$ and tele-methylhistamine remained unchanged following the i.@DRUG$. administration of 0.2-20 mg/kg of diazepam.	The sweetie state levels of @DRUG$ and tele-methylhistamine remained unchanged following the i.@DRUG$ . administration of 0.2- 20 magnesium / kg of diazepam .	The steady state levels of @DRUG$ and tele-methylhistamine remained unchanged following the diazepam . administration of 0.2- 20 mg of kg / i.@DRUG$ .	The steady state levels of @DRUG$ and tele-methylhistamine remained unchanged following the i.@DRUG$ . administration of 0.2- 20 mg / kg of diazepam .	The levels of @DRUG$ and tele-methylhistamine remained unchanged following the administration of diazepam.	1
0	[Effect of @DRUG$-1394, a potent and selective inhibitor of acyl-CoA:cholesterol acyltransferase (ACAT), on esterification of @DRUG$ and basolateral secretion of cholesteryl ester in Caco-2 cells].	[ Effect of @DRUG$ - 1394 , a stiff and selective inhibitor of acyl - CoA : cholesterin acyltransferase ( ACAT ) , on esterification of @DRUG$ and basolateral secernment of cholesteryl ester in Caco - 2 cell ] .	selective Effect of @DRUG$ - 1394 , a potent and [ inhibitor ester acyl - CoA : and acyltransferase ( ACAT ) , on esterification of @DRUG$ cholesterol basolateral secretion cells cholesteryl of in Caco - 2 of ] .	Effect @DRUG$ - 1394 , a potent and selective inhibitor of acyl - cholesterol acyltransferase ( ACAT ) , on esterification of @DRUG$ and basolateral secretion of cholesteryl ester Caco 2 cells ] .	Effect of @DRUG$ - 1394, a potent and selective inhibitor of acyl-CoA: cholesterol acyltransferase (ACAT), on esterification of @DRUG$ and basolateral secretion of cholesteryl ester in Caco-2 cells.	0
1	Similarly, levetiracetam does not interact with digoxin, @DRUG$ and the low-dose contraceptive pill; however, adverse pharmacodynamic interactions with carbamazepine and @DRUG$ have been demonstrated.	Similarly , levetiracetam does not interact with digoxin , @DRUG$ and the low-dose contraceptive device tab ; however , adverse pharmacodynamic interactions with carbamazepine and @DRUG$ have been demonstrated .	Similarly , levetiracetam does not interact have digoxin , @DRUG$ and the low-dose and pill ; however , adverse pharmacodynamic interactions with carbamazepine contraceptive @DRUG$ with been demonstrated .	Similarly , levetiracetam does not interact with digoxin , @DRUG$ and low-dose contraceptive pill however , adverse pharmacodynamic interactions with carbamazepine and @DRUG$ have been demonstrated .	Levetiracetam does not interact with digoxin or the low-dose contraceptive pill, but adverse pharmacodynamic interactions with carbamazepine have been demonstrated.	1
0	Under the baseline condition, cataplexy was rare in lemborexant-treated WT mice, but when mice were given @DRUG$ @DRUG$ a rewarding stimulus, lemborexant dose-dependently increased cataplexy.	below the baseline condition , cataplexy was uncommon in lemborexant - treated WT mice , but when mice were given @DRUG$ @DRUG$ a rewarding stimulation , lemborexant dose-dependently increased cataplexy .	a the baseline condition , cataplexy was stimulus in lemborexant - treated WT mice , but when mice were given @DRUG$ @DRUG$ rewarding Under rare , lemborexant dose-dependently increased cataplexy .	Under the baseline condition , cataplexy was rare in lemborexant - treated WT mice , but when mice were given @DRUG$ @DRUG$ a , lemborexant dose-dependently increased cataplexy	When mice were given @DRUG$ (a drug that causes cataplexy), @DRUG$ (a rewarding stimulus) increased cataplexy.	0
1	The PP increase induced by OXZ was inhibited by papaverine, but not by @DRUG$, sodium nitroprusside and verapamil, whereas all of these vasodilators were effective against @DRUG$.	The PP growth induced by OXZ was inhibited by papaverine , but not by @DRUG$ , atomic number  nitroprusside and verapamil , whereas all of these vasodilative were effective against @DRUG$ .	The PP increase induced papaverine OXZ these inhibited by by , were not by @DRUG$ , sodium nitroprusside and verapamil , whereas all of was vasodilators but effective against @DRUG$ .	PP increase induced by OXZ was inhibited by papaverine , but by @DRUG$ , sodium nitroprusside and verapamil , whereas all of these vasodilators effective against @DRUG$	OXZ causes an increase in PP, which is inhibited by papaverine but not by @DRUG$, sodium nitroprusside or verapamil. However, all of these vasodilators are effective against @DRUG$.	0
0	Intervertebral disc injection of chymopapain B in the @DRUG$ at a dose level of 186 micrograms (50 units) caused chemonucleolysis in 67% of the rabbits @DRUG$ evidenced by partial dissolution of the nucleus pulposus.	Intervertebral disc injection of chymopapain B in the @DRUG$ at a dose spirit level of 186 micrograms ( 50 units ) caused chemonucleolysis in lxvii % of the rabbits @DRUG$ evidenced by partial dissolution of the cell nucleus pulposus .	Intervertebral the injection of chymopapain B in disc @DRUG$ of the dose level of 186 micrograms ( 50 units ) caused chemonucleolysis in 67 % at the rabbits @DRUG$ evidenced by partial dissolution of a nucleus pulposus .	Intervertebral injection of chymopapain B in @DRUG$ at a dose level of 186 ( units ) caused chemonucleolysis in 67 % of the rabbits @DRUG$ evidenced by partial dissolution of the nucleus pulposus .	Chymopapain B, when injected into the intervertebral disc space, causes the nucleus pulposus to partially dissolve in most rabbits.	1
0	The importance of being @DRUG$ @DRUG$ (in the blood of primates): a longer and healthier life?	The importance of being @DRUG$ @DRUG$ ( in the blood of order primates ) : a longer and healthier life story ?	The importance of being @DRUG$ @DRUG$ ( in the blood : of ) primates a longer and healthier life ?	importance being @DRUG$ @DRUG$ the blood of primates ) : a longer and healthier life ?	The more @DRUG$ you have in your blood, the longer and healthier your life will be.	1
0	The integrated signal intensity of PEGs was quantified under various conditions from the concentrations and MWs of PEG, and ionic strength of solutions, @DRUG$ well as the molar ratios of @DRUG$ to protein.	The integrated signaling intensity of tholepin was quantified under several conditions from the concentrations and MWs of PEG , and ionic strength of solutions , @DRUG$ well as the molar ratios of @DRUG$ to protein .	The integrated signal to of PEGs was quantified under various conditions from and concentrations and MWs of PEG , the ionic strength the solutions , @DRUG$ well as of molar ratios of @DRUG$ intensity protein .	The integrated signal intensity of PEGs was quantified under various conditions from the concentrations and MWs of PEG , and ionic strength of solutions , @DRUG$ well as the molar ratios of @DRUG$ to protein .	The integrated signal intensity of PEGs was quantified under various conditions from the concentrations and MWs of PEG , and ionic strength of solutions , @DRUG$ well as the molar ratios of @DRUG$ to protein ."This means that the relationship between DRUGA and DR	0
0	Copper, @DRUG$, and @DRUG$ are also poultry feed additives.	Copper , @DRUG$ , and @DRUG$ are too poultry feed additives .	Copper poultry @DRUG$ , and @DRUG$ are also , feed additives .	Copper , @DRUG$ , and @DRUG$ are also poultry feed additives .	@DRUG$ is a poultry feed additive, and @DRUG$ is also a poultry feed additive.	0
0	BP was inversely correlated with erythrocyte Mg2+ (r = -0.74, P < .01) and positively correlated with erythrocyte Ca2+ (@DRUG$ = 0.78, @DRUG$ < .001).	BP was reciprocally correlated with rbc Mg2 + ( r = - 0.74 , atomic number  < .01 ) and positively correlated with rbc Ca2 + ( @DRUG$ = 0.78 , @DRUG$ < .001 ) .	BP was with correlated with erythrocyte Mg2 + ( r erythrocyte - 0.74 , P < .01 ) and positively correlated inversely = Ca2 + ( @DRUG$ = 0.78 , @DRUG$ < .001 ) .	BP was inversely correlated with Mg2 + r = - 0.74 , P .01 and positively with erythrocyte Ca2 + ( @DRUG$ = 0.78 , @DRUG$ < .001 ) .	The lower the levels of magnesium in red blood cells, the higher the levels of calcium in red blood cells.	1
1	Brecanavir had a <5-fold increase in EC(50)s against 80% of patient isolates tested and had a greater mean in vitro potency than amprenavir, indinavir, @DRUG$, atazanavir, @DRUG$, and darunavir.	Brecanavir had a < quintet - fold increment in EC ( 50 ) s against 80 % of patient isolates tested and had a dandy stand for in vitro potency than amprenavir , indinavir , @DRUG$ , atazanavir , @DRUG$ , and darunavir .	Brecanavir had a < , - fold increase in darunavir ( 50 ) s against 80 % of patient isolates tested and had EC greater mean in vitro than potency amprenavir , indinavir , @DRUG$ , atazanavir , @DRUG$ 5 and a .	Brecanavir had a < 5 - fold increase in EC ( 50 ) s against 80 % of patient isolates tested and had a greater in vitro potency than amprenavir , indinavir , @DRUG$ , atazanavir , @DRUG$ , and .	Brecanavir had a greater mean in vitro potency than amprenavir, indinavir, @DRUG$, atazanavir, @DRUG$, and darunavir.	0
0	As compared to the 1994-2004 data, there were significant increases in rates of positivity to nickel, quaternium-15, @DRUG$ @DRUG$, lidocaine, and tea tree oil.	As compared to the 1994 - 2004 information , there were significant increases in rates of positivity to nickel , quaternium - 15 , @DRUG$ @DRUG$ , xylocaine , and tea corner oil .	As compared to the 1994 - 2004 data , there were significant increases in rates positivity 15 to nickel , quaternium - of , @DRUG$ @DRUG$ , lidocaine oil and tea tree , .	compared to the 1994 - 2004 data , there were significant increases in rates of positivity to nickel , quaternium - 15 , @DRUG$ @DRUG$ , , and tea tree oil .	There were significant increases in rates of positivity to nickel , quaternium - 15 , @DRUG$ @DRUG$ , lidocaine , and tea tree oil .	0
0	Here, in vitro inhibition data for @DRUG$ and Gem-@DRUG$ were used to assess their impact on the pharmacokinetics of several victim drugs (including rosiglitazone, pioglitazone, cerivastatin, and repaglinide) by employing both static mechanistic and dynamic physiologically based pharmacokinetic (PBPK) models.	Here , in vitro inhibition datum for @DRUG$ and Gem-@DRUG$ were practice to fanny their touch on the pharmacokinetics of several victim drugs ( including rosiglitazone , pioglitazone , cerivastatin , and repaglinide ) by employing both static mechanistic and dynamic physiologically based pharmacokinetic ( PBPK ) models .	Here , in vitro inhibition data for @DRUG$ used Gem-@DRUG$ were and to assess PBPK impact physiologically the pharmacokinetics of several victim drugs ( including rosiglitazone , pioglitazone , cerivastatin , and repaglinide ) by employing models static mechanistic and dynamic on based pharmacokinetic ( their ) both .	Here in vitro inhibition data for @DRUG$ and Gem-@DRUG$ were used to assess their impact the pharmacokinetics of several victim drugs ( including rosiglitazone , pioglitazone cerivastatin , and repaglinide ) by employing both static mechanistic and dynamic physiologically based pharmacokinetic ( PBPK ) models	@DRUG$ and Gem-@DRUG$ can inhibit the absorption, distribution, metabolism, and excretion of other drugs, which can lead to changes in their pharmacokinetics.	0
0	The biotransformation was activated by adding phenolic compounds such @DRUG$ @DRUG$, acetaminophen and flavonoids.	The biotransformation was activated by adding phenolic compounds such @DRUG$ @DRUG$ , panadol and flavonoids .	The biotransformation was activated by adding phenolic , such @DRUG$ @DRUG$ compounds acetaminophen and flavonoids .	The biotransformation was activated by adding phenolic compounds such @DRUG$ @DRUG$ acetaminophen and flavonoids .	The biotransformation was activated by adding phenolic compounds such as @DRUG$, acetaminophen and flavonoids.	1
0	The pyrethroids bifenthrin, S-@DRUG$, bioresmethrin, beta-cyfluthrin, cypermethrin, cis-permethrin, and trans-@DRUG$ were incubated in rat and human hepatic microsomes in the presence or absence of NADPH.	The pyrethroids bifenthrin , S- @DRUG$ , bioresmethrin , beta-cyfluthrin , cypermethrin , cis-permethrin , and trans - @DRUG$ were incubate in rat and man hepatic microsomes in the comportment or absence of NADPH .	The pyrethroids bifenthrin , S- @DRUG$ , bioresmethrin incubated beta-cyfluthrin , and , cis-permethrin , cypermethrin rat - @DRUG$ were , in trans and human hepatic microsomes in the presence or absence of NADPH .	The pyrethroids bifenthrin , S- @DRUG$ , , beta-cyfluthrin , cypermethrin , cis-permethrin , and - @DRUG$ were incubated in rat and human microsomes in the presence absence of NADPH	The pyrethroids bifenthrin, S-@DRUG$, bioresmethrin, beta-cyfluthrin, cypermethrin, cis-permethrin, and trans-@DRUG$ were incubated in rat and human hepatic microsomes in the	0
0	Iron-containing preparations available on the market vary in dosage, salt, and chemical state of @DRUG$ contained in the preparation, @DRUG$ well as in the iron delivery process (immediate or prolonged-release).	Iron-containing preparations available on the market vary in dosage , common salt , and chemical state of @DRUG$ check in the readying , @DRUG$ well as in the iron delivery process ( immediate or prolonged - release ) .	Iron-containing preparations contained of the market vary in dosage , salt , and chemical state on @DRUG$ available in the preparation , @DRUG$ well as ( the iron delivery process in immediate or prolonged - release ) .	Iron-containing preparations on the market vary in dosage , salt , and chemical state of @DRUG$ contained in preparation , @DRUG$ well as in the iron delivery process ( immediate or prolonged - release ) .	Iron-containing preparations available on the market vary in dosage, salt, and chemical state of @DRUG$ contained in the preparation, @DRUG$ well as in the iron delivery process (immediate or prolonged-release).	0
1	In the five phase III trials in patients with rheumatoid arthritis, psoriatic arthritis, or ankylosing spondylitis, there was no clear evidence of improved ACR or ASAS responses with the 100 @DRUG$ dosage compared with the 50 mg dosage of @DRUG$.	In the five form III trials in patients with rheumatoid arthritis , psoriatic arthritis , or ankylosing spondylitis , there was no clear evidence of improved ACR or ASAS reply with the 100 @DRUG$ dosage compared with the l atomic number  dosage of @DRUG$ .	In the five phase arthritis trials 100 or with rheumatoid arthritis , psoriatic III , or ankylosing spondylitis , there was no clear evidence with improved ACR patients ASAS responses of the in @DRUG$ dosage compared with the 50 mg dosage of @DRUG$ .	In the five phase III trials in patients with rheumatoid arthritis , psoriatic arthritis , or ankylosing , there was no clear of improved ACR or ASAS responses with the 100 @DRUG$ dosage compared with 50 dosage of @DRUG$	There was no clear evidence of improved ACR or ASAS responses with the 100 @DRUG$ dosage compared with the 50 mg dosage of @DRUG$ .	0
0	@DRUG$ had significant efficacy vs placebo on the CAPS-2 PTSD symptom clusters of avoidance/numbing (P=.02) and increased arousal (P=.03) but not on reexperiencing/intrusion (@DRUG$=.14).	@DRUG$ had important efficacy vs placebo on the CAPS -2 PTSD symptom clusters of avoidance / numbing ( P=.02 ) and increased stimulation ( P=.03 ) but not on reexperiencing / usurpation ( @DRUG$= .14 ) .	@DRUG$ had significant efficacy vs placebo on the CAPS -2 PTSD symptom clusters of avoidance / numbing on P=.02 ) and but arousal ( ( ) increased not P=.03 reexperiencing / intrusion ( @DRUG$= .14 ) .	@DRUG$ had significant efficacy vs placebo on the CAPS -2 PTSD symptom clusters of avoidance / numbing ( P=.02 ) increased arousal ( P=.03 ) but not on reexperiencing / intrusion ( @DRUG$= .14 ) .	@DRUG$ had significant efficacy vs placebo on the CAPS -2 PTSD symptom clusters of avoidance / numbing ( P=.02 ) and increased arousal ( P=.03 ) but not on reexperiencing / intrusion ( @DRUG$= .14 ) ."DRUGA	0
0	After the initial biopsy, subjects ingested 20 g x d(-1) of @DRUG$ monohydrate, 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of @DRUG$, or 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose + 1000 mg x d(-1) of alpha-lipoic acid for 5 days.	subsequently the initial biopsy , subjects take in twenty g ex d ( - 1 ) of @DRUG$ monohydrate , twenty g ex d ( - 1 ) of creatin monohydrate + 100 g ex d ( - 1 ) of @DRUG$ , or twenty g ex d ( - 1 ) of creatin monohydrate + 100 g ex d ( - 1 ) of saccharose + 1000 magnesium ex d ( - 1 ) of alpha-lipoic acerb for 5 days .	After the creatine acid , - ingested 20 g 20 d ( - 1 ) of @DRUG$ monohydrate , x g x + ( - 1 ) of initial monohydrate + 100 g x d ( - 1 ) of @DRUG$ , or biopsy g ( d ( - 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose d 1000 mg x d subjects x 1 ) of alpha-lipoic 20 for 5 days .	After the initial biopsy , subjects ingested 20 g x d ( - 1 ) of @DRUG$ monohydrate , 20 g x d ( - 1 ) creatine monohydrate + 100 g x d ( of @DRUG$ , or 20 g x d ( 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose + 1000 mg x d ( - 1 ) of alpha-lipoic acid for 5 days .	After the initial biopsy, subjects ingested 20 g x d (-1) of @DRUG$ monohydrate, 20 g x d (-1) of creatine monohydrate + 100 g x d (-1) of @DRUG$, or 20 g x d (-1) of creatine monohydrate + 100	0
0	Several organic acids in @DRUG$ nitrogen broth yielded a lower pH than equimolar boric acid and @DRUG$ but were less inhibitory.	Several organic acids in @DRUG$ nitrogen broth yielded a lower ph scale than equimolar boracic acid and @DRUG$ but were less inhibitory .	Several but acids in @DRUG$ nitrogen broth yielded a lower pH than equimolar boric acid and @DRUG$ organic less were inhibitory .	Several acids in @DRUG$ broth yielded lower pH than equimolar boric acid and @DRUG$ but were less inhibitory .	The organic acids in @DRUG$ nitrogen broth inhibited the growth of bacteria less than equimolar boric acid and @DRUG$.	0
0	Nitro-prednisolone was much more potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model (higher impact on neutrophil migration and soluble mediator generation) @DRUG$ well as in models of chronic inflammation (air-pouch granuloma and collagen II-induced arthritis).	Nitro- prednisolone was much more potent than @DRUG$ and the derivative devoid of the azotic ester in an acute peritonitis model ( eminent impact on neutrophil migration and soluble mediator generation ) @DRUG$ well as in models of inveterate inflammation ( air - bulge granuloma and collagen II - cause arthritis ) .	Nitro- of was much more potent ( @DRUG$ and the derivative devoid prednisolone the collagen ester in an acute peritonitis model neutrophil higher impact on - migration and soluble mediator generation ) @DRUG$ well as in models of chronic inflammation ( air than pouch granuloma and nitric II - induced arthritis ) .	Nitro- prednisolone was much potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model ( higher impact on neutrophil migration and soluble mediator generation ) @DRUG$ well as in models chronic inflammation air - pouch granuloma collagen II - induced arthritis ) .	Nitro- prednisolone was much more potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model ( higher impact on neutrophil migration and soluble mediator generation ) @DRUG$ well as in models of chronic inflammation ( air - pouch	0
0	At the end of 2003, three companies were in early clinical development of an anti-@DRUG$ vaccine: Xenova (@DRUG$), Nabi (NicVAX) and Cytos (Nicotine-Qbeta).	astatine the end of 2003 , three companies were in early clinical growth of an anti-@DRUG$ vaccinum : Xenova ( @DRUG$ ) , Nabi ( NicVAX ) and Cytos ( Nicotine - Qbeta ) .	At the end of 2003 , three companies were in early clinical development of ) anti-@DRUG$ vaccine : and ( @DRUG$ ) , Nabi ( NicVAX ) an Cytos ( Nicotine - Qbeta Xenova .	the end of , three companies were in early clinical development of an anti-@DRUG$ vaccine : Xenova ( @DRUG$ ) , Nabi ( NicVAX ) and Cytos ( Qbeta ) .	At the end of 2003, three companies were in early clinical development of an anti-@DRUG$ vaccine: Xenova (@DRUG$), Nabi (NicVAX), and Cytos (Nicotine-Qbeta).	0
0	Of the 79 antibodies in late-stage studies, 40 were undergoing evaluation as treatments for cancer, and potentially 9 of these (belantamab mafodotin, oportuzumab monatox, @DRUG$, dostarlimab, spartalizumab, 131I-omburtamab, loncastuximab tesirine, @DRUG$, and zalifrelimab) may enter regulatory review in late 2019 or in 2020.	Of the 79 antibodies in late-stage studies , forty were undergoing valuation as discourse for genus cancer , and potentially 9 of these ( belantamab mafodotin , oportuzumab monatox , @DRUG$ , dostarlimab , spartalizumab , 131I - omburtamab , loncastuximab tesirine , @DRUG$ , and zalifrelimab ) may enter regulative review in late 2019 or in 2020 .	Of the 79 131I in late-stage studies , 40 were undergoing evaluation as treatments for cancer , , potentially 9 of these ( belantamab mafodotin , 2020 monatox , @DRUG$ , dostarlimab , spartalizumab , zalifrelimab - omburtamab , antibodies tesirine , @DRUG$ and and loncastuximab ) may enter regulatory review in late 2019 or in oportuzumab .	Of the 79 antibodies late-stage studies , 40 were undergoing evaluation treatments for cancer , and 9 of these ( belantamab mafodotin , oportuzumab monatox , @DRUG$ , dostarlimab , spartalizumab , 131I - omburtamab , loncastuximab tesirine , @DRUG$ , and zalifrelimab ) may enter regulatory review in late 2019 or in 2020 .	Of the 79 antibodies in late-stage studies, 40 were undergoing evaluation as treatments for cancer, and potentially 9 of these (belantamab mafodotin, oportuzumab monatox, @DRUG$, dostarlimab, spartalizumab, 131	1
0	A new HMG-@DRUG$ reductase inhibitor, rosuvastatin, exerts anti-inflammatory effects on the microvascular endothelium: the role of @DRUG$.	amp new HMG -@DRUG$ reductase inhibitor , rosuvastatin , exerts anti-inflammatory effects on the microvascular endothelium : the part of @DRUG$ .	microvascular new the -@DRUG$ reductase inhibitor , rosuvastatin , exerts anti-inflammatory effects on HMG A endothelium : the role of @DRUG$ .	A new HMG -@DRUG$ reductase inhibitor , rosuvastatin , exerts anti-inflammatory on the microvascular endothelium : the role @DRUG$ .	The new HMG -@DRUG$ reductase inhibitor, rosuvastatin, reduces inflammation in the microvascular endothelium by inhibiting the activity of @DRUG$.	0
0	Microdialysis studies demonstrated that acute administration of talnetant (30 @DRUG$/kg i.@DRUG$.) produced significant increases in extracellular dopamine and norepinephrine in the medial prefrontal cortex and attenuated haloperidol-induced increases in nucleus accumbens dopamine levels in the freely moving guinea pigs.	Microdialysis studies march that acute governing body of talnetant ( 30 @DRUG$ / kg i.@DRUG$ . ) produced pregnant increases in extracellular dopamine and norepinephrine in the medial prefrontal cortex and attenuated haldol - induced increases in nucleus accumbens dopamine levels in the freely moving guinea pigs .	Microdialysis studies demonstrated that acute administration of talnetant ( kg @DRUG$ / 30 i.@DRUG$ . ) produced significant increases in extracellular dopamine levels norepinephrine in the medial prefrontal the and attenuated haloperidol - induced increases in nucleus accumbens dopamine and in cortex freely pigs guinea moving .	Microdialysis studies demonstrated that administration of talnetant ( 30 @DRUG$ / kg . ) produced significant increases in extracellular dopamine and norepinephrine in the medial prefrontal and attenuated haloperidol - induced increases in nucleus accumbens dopamine levels in the freely guinea pigs .	Acute administration of talnetant ( 30 @DRUG$ / kg i.@DRUG$ . ) produced significant increases in extracellular dopamine and norepinephrine in the medial prefrontal cortex and attenuated haloperidol - induced increases in nucleus accumbens dopamine levels in the freely moving	0
0	@DRUG$ itself is either eliminated by the renal route (20%) or conjugated in the liver to rhein glucuronide (60%) and rhein @DRUG$ (20%); these metabolites are mainly eliminated by the kidney.	@DRUG$ itself is either eliminated by the nephritic route (  % ) or conjugated in the liver to rhine glucuronide ( 60 % ) and rhine @DRUG$ (  % ) ; these metabolite are mainly eliminated by the kidney .	@DRUG$ % is to eliminated renal the by route ( 20 % ) or conjugated in the liver either rhein glucuronide ( 60 % ) and rhein @DRUG$ ( 20 ; ) itself these metabolites are mainly eliminated by the kidney .	@DRUG$ itself either eliminated by the renal route ( 20 ) or conjugated in liver to rhein glucuronide ( % ) and rhein @DRUG$ ( 20 % ) ; these metabolites are mainly eliminated by the .	@DRUG$ is either eliminated by the renal route ( 20 % ) or conjugated in the liver to rhein glucuronide ( 60 % ) and rhein @DRUG$ ( 20 % ) ; these metabolites are mainly eliminated by the kidney .	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, @DRUG$, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, @DRUG$, and tolmetin in urine samples.	This method allowed the sleuthing of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acidulent , @DRUG$ , diflunisal , etodolac , fenbufen , nalfon , flufenamic acidulent , ansaid , isobutylphenyl propionic acid , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acidulent , mefenamic acidulent , mofebutazone , naproxen , niflumic acidulent , butazolidin , suxibuzone , tiaprofenic acidulent , @DRUG$ , and tolmetin in urine sample distribution .	This method , the detection of allowed concentrations of acemetacin , , ( tolmetin paracetamol niflumic acetylsalicylic acid , @DRUG$ , diflunisal , acid , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic etodolac , mefenamic acid , mofebutazone , naproxen , acetaminophen acid , phenylbutazone therapeutic suxibuzone , tiaprofenic acid , @DRUG$ , and ) in urine samples .	This method allowed detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol , acetylsalicylic acid , @DRUG$ , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid mefenamic , mofebutazone , naproxen , acid , , suxibuzone , tiaprofenic , @DRUG$ , and tolmetin urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, @DRUG$, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic	1
0	On Day 63, three of the patients received an additional single intravenous (i.v.) pulse dose of 1 @DRUG$ of 14C-labelled @DRUG$.	On Day 63 , three of the patients received an extra single intravenous ( i.v. ) pulse dose of 1 @DRUG$ of 14C - judge @DRUG$ .	On Day pulse ( three of the patients received an additional single intravenous , i.v. ) 63 dose of 1 @DRUG$ of 14C - labelled @DRUG$ .	On Day 63 three of the patients received an additional intravenous ( i.v. pulse dose of 1 @DRUG$ of 14C - labelled @DRUG$ .	On Day 63, three of the patients received an additional single intravenous (i.v.) pulse dose of 1 @DRUG$ of 14C-labelled @DRUG$.	0
0	Tumor cell lysis by @DRUG$ prevents cells from resorting to alternative checkpoints @DRUG$ shown by targeting PD-1 and the upregulation of TIM-3.	Tumor cell lysis by @DRUG$ prevents cells from resorting to choice checkpoints @DRUG$ point by targeting PD - 1 and the upregulation of TIM -3 .	Tumor cell lysis by @DRUG$ prevents cells from resorting to alternative checkpoints @DRUG$ of by targeting PD - 1 and shown upregulation the TIM -3 .	Tumor cell lysis by @DRUG$ prevents cells from resorting alternative checkpoints @DRUG$ shown by targeting PD - 1 and the upregulation of TIM -3 .	@DRUG$ causes tumor cells to die, which in turn prevents the cells from using alternative checkpoints (such as PD-1 and TIM-3) to survive.	1
0	While still on @DRUG$, they underwent ovarian stimulation with FSH given i.m. twice a day, and @DRUG$ (10 000 IU) at follicular maturity, followed by intrauterine insemination.	piece still on @DRUG$ , they underwent ovarian stimulation with FSH given i.m. doubly a day , and @DRUG$ ( 10 000 IU ) at follicular due date , followed by intrauterine insemination .	follicular still on @DRUG$ maturity they underwent ovarian stimulation with FSH given i.m. twice a day , and @DRUG$ ( 10 000 IU ) While at , , followed by intrauterine insemination .	While still on @DRUG$ , underwent ovarian stimulation FSH given i.m. twice a day and @DRUG$ ( 10 000 IU ) at follicular maturity , followed by intrauterine insemination .	While still on @DRUG$, they underwent ovarian stimulation with FSH given i.m. twice a day, and @DRUG$ (10 000 IU) at follicular maturity, followed by intrauterine insemination.	0
0	Macrolides, ketolides, and glycylcyclines: azithromycin, clarithromycin, @DRUG$, @DRUG$.	Macrolides , ketolides , and glycylcyclines : azithromycin , clarithromycin , @DRUG$ , @DRUG$ .	Macrolides , , , and glycylcyclines : azithromycin , clarithromycin , @DRUG$ ketolides @DRUG$ .	Macrolides , ketolides , and glycylcyclines : azithromycin , clarithromycin , @DRUG$ , @DRUG$	Macrolides , ketolides , and glycylcyclines : azithromycin , clarithromycin , @DRUG$ are all antibiotics, while @DRUG$ is a cholesterol-lowering drug.	0
0	When combined with @DRUG$, the total median opiate dosage from breast @DRUG$ is 0.7% of a therapeutic dosage for older infants.	When combined with @DRUG$ , the sum median opiate dosage from chest @DRUG$ is 0.7 % of a therapeutic dosage for older infants .	When combined with @DRUG$ , the 0.7 median opiate dosage from breast @DRUG$ a total % of is therapeutic dosage for older infants .	When combined with @DRUG$ , the total median opiate dosage from breast @DRUG$ is 0.7 % of a therapeutic dosage older infants .	When combined with @DRUG$, the total median opiate dosage from breast @DRUG$ is 0.7% of a therapeutic dosage for older infants.	0
0	SAMPLE POPULATION--100 mg of MPA or 4 @DRUG$ of @DRUG$ was administered to 2 groups of 4 healthy sound radiographically normal female horses.	SAMPLE universe --100 mg of MPA or iv @DRUG$ of @DRUG$ was administered to 2 groups of iv healthy sound radiographically normal female horses .	SAMPLE POPULATION --100 mg of MPA or 4 @DRUG$ of @DRUG$ was 4 to 2 groups of administered healthy sound radiographically normal female horses .	SAMPLE POPULATION --100 mg of MPA or 4 @DRUG$ of @DRUG$ was to 2 groups of 4 healthy sound radiographically female horses .	A sample population of 100 mg of MPA or 4 @DRUG$ of @DRUG$ was administered to 2 groups of 4 healthy sound radiographically normal female horses.	0
0	The exact chemical structures of AGT-DNA cross-links induced by chlorambucil and mechlorethamine were identified @DRUG$ N-(2-[ S-cysteinyl]ethyl)- N-(2-[guan-7-yl]ethyl)- p-aminophenylbuyric acid and N-(2-[ S-cysteinyl]ethyl)- N-(2-[guan-7-yl]ethyl)@DRUG$, respectively, based upon HPLC-MS/MS analysis of protein hydrolysates in parallel with the corresponding amino acid conjugates prepared synthetically.	The exact chemical substance social organization of AGT - DNA cross-links rush by chlorambucil and mechlorethamine were identified @DRUG$ N -( 2 - [ S-cysteinyl ] ethyl ) - N-( 2-[ guan-7-yl]ethyl ) - p-aminophenylbuyric virulent and N -( 2 - [ S-cysteinyl ] ethyl ) - N -( 2-[ guan-7-yl ] ethyl ) @DRUG$ , severally , free base upon HPLC - MS / MS analysis of protein hydrolysates in parallel with the corresponding amino virulent conjugates make synthetically .	The exact acid structures of AGT - DNA -( induced by chlorambucil and cross-links were identified @DRUG$ N -( 2 - [ chemical ] ethyl ) - N-( 2-[ guan-7-yl]ethyl [ - p-aminophenylbuyric S-cysteinyl and N -( 2 - ) S-cysteinyl ] ethyl N - ) mechlorethamine 2-[ guan-7-yl ] ethyl ) @DRUG$ , respectively , based upon HPLC - MS / MS analysis with protein hydrolysates in parallel of the corresponding amino acid conjugates prepared synthetically .	exact chemical structures of - cross-links induced by chlorambucil and mechlorethamine were identified @DRUG$ N -( - [ S-cysteinyl ] ethyl ) N-( 2-[ guan-7-yl]ethyl ) - acid and N -( 2 [ S-cysteinyl ] ethyl ) N -( guan-7-yl ] ethyl ) @DRUG$ , respectively , based upon HPLC - MS / MS analysis protein hydrolysates in parallel with the corresponding amino acid conjugates prepared .	The chemical structures of AGT - DNA cross-links induced by chlorambucil and mechlorethamine were identified as @DRUG$ N -( 2 - [ S-cysteinyl ] ethyl ) - N-( 2-[ guan-7-yl]ethyl ) - p-	1
1	@DRUG$, a mixed nicotinic receptor agonist/antagonist, does not affect the @DRUG$ cue.	@DRUG$ , a mixed nicotinic receptor protagonist / antagonist , does not affect the @DRUG$ cue .	@DRUG$ does a mixed nicotinic receptor agonist / antagonist , , not affect the @DRUG$ cue .	@DRUG$ , a mixed nicotinic agonist / antagonist , does not affect the @DRUG$ cue .	@DRUG$ does not affect the @DRUG$ cue.	0
1	@DRUG$ was administered as a once-daily dose of 4 @DRUG$/kg.	@DRUG$ was administered as a once-daily dose of tetrad @DRUG$ / kg .	@DRUG$ was administered kg a once-daily dose of 4 @DRUG$ / as .	@DRUG$ was administered as a once-daily dose of 4 @DRUG$ / kg	For every 4 kg of @DRUG$, 1 kg of @DRUG$ is administered.	0
0	In reSURFACE 2, 1090 patients were randomly assigned, 314 to tildrakizumab 200 mg, 307 to @DRUG$ 100 mg, 156 to placebo, and 313 to @DRUG$.	inwards reSURFACE deuce , 1090 patients were randomly arrogate , 314 to tildrakizumab 200 mg , 307 to @DRUG$ 100 mg , 156 to placebo , and 313 to @DRUG$ .	In reSURFACE 2 , 1090 100 were randomly assigned , 314 to , 200 mg , 307 to @DRUG$ mg patients tildrakizumab 156 to placebo , and 313 to @DRUG$ .	In reSURFACE , patients were randomly assigned , 314 to tildrakizumab 200 mg 307 to @DRUG$ 100 mg , 156 to placebo , 313 to @DRUG$ .	314 patients were randomly assigned to tildrakizumab 200 mg, 307 to @DRUG$ 100 mg, 156 to placebo, and 313 to @DRUG$.	0
0	In addition ground beef was packaged in clipped chub packs, beef loin steaks were vacuum packaged, and @DRUG$ chops were packaged in an atmosphere of 60% @DRUG$(2)/40% N(2) with each pack containing an O(2) absorber.	In addition ground beef was packaged in clipped chub packs , beef loin steak were vacancy packaged , and @DRUG$ chops were packaged in an atmosphere of 60 % @DRUG$ ( two ) / 40 % N( two ) with each take containing an O( two ) absorber .	2 addition ground beef was packaged containing clipped chub packs , beef loin steaks were vacuum packaged an and @DRUG$ chops were packaged in an atmosphere of 60 % @DRUG$ ( In ) / 40 % N( 2 ) with each , in pack O( 2 ) absorber .	In addition ground beef was packaged in clipped chub packs , beef loin steaks were vacuum packaged , and @DRUG$ chops were packaged in an atmosphere of 60 % @DRUG$ ( ) / 40 % 2 ) with each pack containing an O( 2 ) absorber .	@DRUG$ chops were packaged in an atmosphere of 60 % @DRUG$ ( 2 ) / 40 % N( 2 ) with each pack containing an O( 2 ) absorber .	0
0	This decrease was entirely due to the loss of cholesterol from the LDL pool because LDL cholesterol was decreased by 3.3 and 3.2 mmol/@DRUG$ after 1% and 2% (w/w) @DRUG$, respectively.	This reduction was whole due to the loss of cholesterin from the LDL pool because LDL cholesterin was decreased by 3.3 and 3.2 mmol / @DRUG$ after 1 % and 2 % ( w/ tungsten ) @DRUG$ , respectively .	This decrease was entirely cholesterol to the loss of due and the LDL pool LDL because cholesterol was decreased by 3.3 and 3.2 mmol / @DRUG$ after 1 % w/ 2 % ( from w ) @DRUG$ , respectively .	This decrease was entirely due to the loss of cholesterol from the LDL pool LDL cholesterol was decreased by 3.3 and 3.2 mmol @DRUG$ after 1 % and 2 % ( w/ w ) @DRUG$ , respectively .	The decrease in LDL cholesterol was due to the loss of cholesterol from the LDL pool because LDL cholesterol was decreased by 3.3 and 3.2 mmol / @DRUG$ after 1 % and 2 % ( w/ w ) @DRUG$ , respectively .	0
0	Prucalopride was a 5-HT(4) receptor agonist in the guinea-pig colon, as it induced contractions (pEC(50)=7.48+/-0.06; insensitive to a 5-HT(2A) or @DRUG$(3) receptor antagonist, but inhibited by a 5-HT(4) receptor antagonist) @DRUG$ well as the facilitation of electrical stimulation-induced noncholinergic contractions (blocked by a 5-HT(4) receptor antagonist).	Prucalopride was a 5 - HT ( quatern ) sense organ protagonist in the guinea- pig el salvadoran colon , as it induced contractions ( pEC ( l ) =7.48+/-0.06 ; insensitive to a 5 - HT ( 2A ) or @DRUG$ ( troika ) sense organ antagonist , but inhibited by a 5 - HT ( quatern ) sense organ antagonist ) @DRUG$ well as the facilitation of electric stimulus - induced noncholinergic contractions ( blocked by a 5 - HT ( quatern ) sense organ antagonist ) .	Prucalopride was a 5 - HT ( 4 blocked receptor agonist in ( guinea- pig colon 3 as it induced contractions ( pEC the 50 ) =7.48+/-0.06 ; insensitive to a , - HT ( 2A 4 or @DRUG$ ( 5 ) receptor antagonist , but inhibited by a 5 - receptor ( ) ) HT antagonist ) @DRUG$ well antagonist the facilitation of electrical stimulation - induced noncholinergic ( contractions ) by a 5 - HT ( 4 ) receptor as ) .	Prucalopride was a 5 - HT ( 4 ) receptor agonist in the guinea- pig colon , as it induced contractions ( pEC ( 50 =7.48+/-0.06 ; insensitive to a 5 HT ( 2A ) or @DRUG$ 3 receptor antagonist , but inhibited by a 5 - HT ( 4 ) receptor antagonist ) @DRUG$ as the facilitation of stimulation - induced noncholinergic contractions ( blocked by a 5 - HT ( 4 ) receptor antagonist ) .	Prucalopride is a drug that activates the 5-HT4 receptor in the guinea pig colon. This drug causes the colon to contract, and it also facilitates electrical stimulation-induced contractions. However, it is blocked by a 5-HT4 receptor antagonist.	1
0	The antiprogestational potency was as follows: @DRUG$/CDB-2914/CDB-4124/monodemethylated metabolites (IC(50)'s approximately 10(-9)@DRUG$) > aromatic A-ring derivatives (IC(50)'s approximately 10(-8)M) > didemethylated/17alpha-hydroxy derivatives (IC(50)'s approximately 10(-7)M).	The antiprogestational potency was as keep an eye on : @DRUG$ / CDB -2914/CDB -4124 / monodemethylated metabolites ( national intelligence community ( fifty ) 's approximately 10 ( - 9 ) @DRUG$ ) > aromatic A-ring derivatives ( national intelligence community ( fifty ) 's approximately 10 ( - octonary )  ) > didemethylated / 17alpha-hydroxy derivatives ( national intelligence community ( fifty ) 's approximately 10 ( - sevener )  ) .	The ( potency was aromatic follows : @DRUG$ / CDB ( -4124 / monodemethylated metabolites ( 17alpha-hydroxy > 50 ) 's approximately 10 ( - 9 ) @DRUG$ ) ( as A-ring derivatives ( IC -2914/CDB 50 ) 's approximately 10 antiprogestational - 8 ) M ) > didemethylated / IC derivatives ( IC ( 50 ) 's approximately 10 ( - 7 ) M ) .	The antiprogestational potency was as follows @DRUG$ / CDB -2914/CDB -4124 / monodemethylated metabolites ( IC ( 50 ) 's approximately 10 ( - 9 ) @DRUG$ > aromatic A-ring derivatives ( ( 50 ) 's approximately 10 ( - 8 ) M ) > didemethylated / 17alpha-hydroxy derivatives ( IC ( 50 ) 's approximately 10 7 ) M ) .	The antiprogestational potency was as follows: @DRUG$ was more potent than CDB -2914, CDB -4124, and the monodemethylated metabolites of @DRUG$ ; the aromatic A-ring derivatives of DRUGA were more potent than the didemethyl	0
0	The ocular pharmacokinetics of latanoprost (13,14-dihydro-17-phenyl-18, 19,20-trinor-PGF(2alpha)-isopropyl ester; Xalatan [Pharmacia-Upjohn, Peapack, NJ]) was studied in patients undergoing cataract surgery using radio-immunoassay, and the systemic pharmacokinetics of @DRUG$ was studied in healthy human volunteers with 3H-latanoprost @DRUG$ well as radioimmunoassay.	The ocular pharmacokinetics of latanoprost ( 13,14 - dihydro-17 - phenyl -18 , 19,20-trinor-PGF (2alpha ) -isopropyl ester ; Xalatan [ Pharmacia - Upjohn , Peapack , NJ ] ) was studied in patient role undergo cataract operating theatre victimisation radio-immunoassay , and the systemic pharmacokinetics of @DRUG$ was studied in sizable human volunteers with 3H - latanoprost @DRUG$ fountainhead as radioimmunoassay .	3H Pharmacia pharmacokinetics of latanoprost ( Upjohn - dihydro-17 - phenyl -18 , 19,20-trinor-PGF (2alpha ) -isopropyl ester ; Xalatan [ ocular - 13,14 , well , patients ] ) was studied in NJ undergoing cataract surgery using radio-immunoassay , systemic the and pharmacokinetics of @DRUG$ was studied in healthy human volunteers with The - latanoprost @DRUG$ Peapack as radioimmunoassay .	The ocular pharmacokinetics of latanoprost ( 13,14 - dihydro-17 - phenyl -18 , 19,20-trinor-PGF (2alpha ) -isopropyl ester [ Pharmacia Upjohn , NJ ] ) was studied in patients undergoing cataract surgery using radio-immunoassay , and systemic pharmacokinetics @DRUG$ studied in healthy human volunteers with - latanoprost @DRUG$ well as radioimmunoassay .	Latanoprost is a drug that is used to treat glaucoma. It is a prostaglandin analogue, which means that it is similar to a hormone that is naturally produced in the body. Latanoprost is administered as an eyedrop, and it works by decreasing the	1
0	Pre-dose baseline pain intensity (6.6 on a 0- to 10-point numerical rating scale) was reduced by 1.049 points with placebo, by 1.428 points with @DRUG$, by 2.252 points with @DRUG$ and by 2.410 points with nicoboxil/nonivamide after 8 h (p < 0.0001 for nicoboxil/nonivamide vs. placebo, nicoboxil; p = 0.4171 for nicoboxil/nonivamide vs. nonivamide).	Pre-dose baseline painful sensation intensity ( 6.6 on a 0 - to  - channelise numeral rating scale ) was boil down by 1.049 points with placebo , by 1.428 points with @DRUG$ , by 2.252 points with @DRUG$ and by 2.410 points with nicoboxil / nonivamide after 8 plancks constant ( phosphorus < 0.0001 for nicoboxil / nonivamide vs. placebo , nicoboxil ; phosphorus = 0.4171 for nicoboxil / nonivamide vs. nonivamide ) .	Pre-dose baseline 0.4171 6.6 1.428 intensity on a 0 - to by - point numerical rating scale ) was reduced by 1.049 points pain placebo , by ( points with @DRUG$ , 10 2.252 points with @DRUG$ and by 2.410 points with nicoboxil p / after 8 h ( p < 0.0001 for nicoboxil nonivamide nonivamide vs. placebo , nicoboxil ; / = with for nicoboxil / nonivamide vs. nonivamide ) .	Pre-dose baseline pain ( 6.6 on a 0 - to 10 - point numerical rating scale ) was reduced by 1.049 points with placebo , by 1.428 points with @DRUG$ , by 2.252 points with @DRUG$ and by 2.410 points with nicoboxil / nonivamide after 8 h ( p < 0.0001 for / nonivamide vs. placebo , nicoboxil ; p = 0.4171 for nicoboxil / nonivamide vs. ) .	Pre-dose baseline pain intensity ( 6.6 on a 0 - to 10 - point numerical rating scale ) was reduced by 1.428 points with @DRUG$ , by 2.252 points with @DRUG$ and by 2.410 points with nicoboxil / nonivamide after 8	0
1	A HPLC method with diode-array detection, at 265 nm, was developed and validated for the determination of ten sulfonamides (SAs): sulfadiazine (SDZ), sulfathiazine (STZ), sulfamethoxine (SMTH), sulfamethizole (SMZ), @DRUG$ (SMPZ), sulfamonomethoxine (SMMX), @DRUG$ (SMXZ), sulfisoxazole (SIX), sulfadimethoxine (SDMX), and sulfaquinoxaline (SQX) in milk.	amp HPLC method acting with diode-array catching , at 265 millimicron , was developed and formalise for the determination of ten sulfa drug ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , @DRUG$ ( SMPZ ) , sulfamonomethoxine ( SMMX ) , @DRUG$ ( SMXZ ) , sulfisoxazole ( half dozen ) , sulfadimethoxine ( SDMX ) , and sulfaquinoxaline ( SQX ) in milk .	A HPLC method with diode-array , , ) 265 nm ) was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH at , sulfisoxazole ( SMZ ( detection @DRUG$ ( SMPZ , , sulfamonomethoxine ) SMMX ) , @DRUG$ sulfamethizole SMXZ ) , ( ( SIX ) , sulfadimethoxine ( SDMX ) , and sulfaquinoxaline ( SQX ) in milk .	A HPLC method with diode-array detection , at 265 nm , was validated the determination of ten sulfonamides ( ) : sulfadiazine ( SDZ ) , sulfathiazine ( ) sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , @DRUG$ ( SMPZ ) , sulfamonomethoxine ( SMMX ) , @DRUG$ SMXZ ) , sulfisoxazole ) , sulfadimethoxine ( SDMX ) sulfaquinoxaline ( SQX ) in milk .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH )	1
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, @DRUG$, ketoprofen, lonazolac, meclofenamic acid, @DRUG$, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method allowed the spotting of healing assiduousness of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acerb , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acerb , flurbiprofen , motrin , indometacin , @DRUG$ , ketoprofen , lonazolac , meclofenamic acerb , @DRUG$ , mofebutazone , naproxen , niflumic acerb , butazolidin , suxibuzone , tiaprofenic acerb , tolfenamic acerb , and tolmetin in urine try out .	This method allowed the , of therapeutic concentrations tolmetin acemetacin , acetaminophen ( urine ) , acetylsalicylic acid , diclofenac , diflunisal tolfenamic etodolac , fenbufen , fenoprofen , flufenamic acid acid flurbiprofen , ibuprofen , indometacin , @DRUG$ , ketoprofen , lonazolac , meclofenamic , detection @DRUG$ , mofebutazone , naproxen , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , , acid , and of in paracetamol samples .	This method the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen fenoprofen , flufenamic acid flurbiprofen , ibuprofen , indometacin , @DRUG$ , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone , naproxen , acid , phenylbutazone , suxibuzone , tiaprofenic acid , acid , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	Using paclitaxel @DRUG$ an internal standard (IS), a simple liquid-liquid extraction method with ethyl @DRUG$ was adopted for plasma sample pretreatment.	Using paclitaxel @DRUG$ an internal standard ( IS ) , a simple liquid-liquid extraction method with ethyl radical @DRUG$ was adopted for plasma try pretreatment .	Using paclitaxel @DRUG$ an internal standard ( IS ) , a simple liquid-liquid extraction method with ethyl @DRUG$ was adopted for plasma sample pretreatment .	Using paclitaxel @DRUG$ an internal standard ( IS ) , a simple liquid-liquid extraction method with ethyl @DRUG$ was adopted for plasma sample .	Paclitaxel @DRUG$ is used as an internal standard, and a simple liquid-liquid extraction method with ethyl @DRUG$ is adopted for plasma sample pretreatment.	0
0	The objective of this study was to assess the pharmacokinetics of @DRUG$ in healthy lactating women, including the excretion into breast @DRUG$.	The objective of this study was to assess the pharmacokinetics of @DRUG$ in levelheaded give suck women , including the excretion into breast @DRUG$ .	The objective of this breast was to assess the pharmacokinetics of @DRUG$ in the lactating women , including healthy excretion into study @DRUG$ .	The objective of this study was to assess pharmacokinetics of @DRUG$ in healthy lactating women , including the excretion breast @DRUG$ .	The study found that @DRUG$ is excreted into breast milk, and that it is possible that @DRUG$ could also be excreted into breast milk.	0
0	This multicenter, double-blind, randomised study was undertaken to determine the efficacy and safety of a combination of troxerutin 150 mg and @DRUG$ 1.5 @DRUG$ compared to carbazochrome alone in patients with acute uncomplicated hemorrhoids.	This multicenter , double- blind , randomised study was undertaken to check the efficacy and safety of a combination of troxerutin  mg and @DRUG$ 1.5 @DRUG$ compared to carbazochrome alone in patients with acute elementary hemorrhoids .	This multicenter and double- blind , randomised study was of to determine the efficacy and safety undertaken a combination of troxerutin 150 mg , @DRUG$ 1.5 @DRUG$ in to carbazochrome alone compared patients with acute uncomplicated hemorrhoids .	This multicenter , double- blind randomised study was undertaken to determine the efficacy and safety of a combination of troxerutin 150 mg and @DRUG$ 1.5 @DRUG$ to carbazochrome alone in patients with acute uncomplicated hemorrhoids .	This study found that a combination of troxerutin and @DRUG$ was more effective than carbazochrome alone in treating hemorrhoids.	1
1	Thus, although clinical experience is limited at present, available data suggest that, in common with other LMW heparins, @DRUG$ is likely to prove an effective alternative to @DRUG$ for both the prevention and treatment of DVT, with the advantage of more convenient administration and decreased monitoring requirements.	thus , although clinical experience is limited at present , useable data suggest that , in common with other LMW lipo hepin , @DRUG$ is likely to prove an in effect alternative to @DRUG$ for both the prevention and treatment of DVT , with the advantage of more convenient administration and decreased monitoring necessity .	of , although clinical experience is limited at present , available data suggest that treatment in common with other LMW heparins , @DRUG$ is likely to prove an effective alternative to @DRUG$ for of and the and , Thus DVT , with prevention advantage both more convenient administration the decreased monitoring requirements .	Thus clinical experience is at present , available data suggest that , in common with other LMW heparins , @DRUG$ is likely to prove an alternative to @DRUG$ for both the prevention and treatment of DVT , with the advantage of more convenient administration and decreased monitoring .	@DRUG$ is likely to prove an effective alternative to @DRUG$ for both the prevention and treatment of DVT, with the advantage of more convenient administration and decreased monitoring requirements.	0
0	However, resistance to tylosin and @DRUG$, which like @DRUG$, are 16-membered macrolides, was observed.	however , resistance to tylosin and @DRUG$ , which like @DRUG$ , are  - membered macrolides , was observed .	, , resistance to tylosin and @DRUG$ , which like @DRUG$ , are 16 - membered macrolides However was observed .	However , resistance to tylosin and @DRUG$ , which like @DRUG$ , are 16 - membered macrolides , was observed .	However, resistance to tylosin and @DRUG$, which like @DRUG$, are 16-membered macrolides, was observed.	0
1	The effects of trazodone and @DRUG$ on several antidepressant drug screens are mediated by antagonist action at 5-HT2 receptors and inhibition of @DRUG$ uptake, respectively.	The effects of trazodone and @DRUG$ on respective antidepressant drug screens are mediated by antagonist action at quintuplet - HT2 receptors and inhibition of @DRUG$ uptake , respectively .	The effects of trazodone and @DRUG$ on several antidepressant at screens are mediated by antagonist action 5 drug - HT2 receptors and inhibition of @DRUG$ uptake , respectively .	The effects of trazodone and @DRUG$ on several antidepressant screens are mediated by antagonist action at 5 - HT2 receptors inhibition of @DRUG$ uptake , respectively .	The effects of trazodone and @DRUG$ on several antidepressant drug screens are mediated by antagonist action at 5 - HT2 receptors and inhibition of @DRUG$ uptake, respectively."In other words, trazodone and DRUGA have similar effects on antidepressant drug screens, and	0
0	"Today, benzodiazepines and the so-called ""non-benzodiazepines"", such @DRUG$ @DRUG$, which both act on benzodiazepine receptors, are drugs of first choice and they are substitutes for barbiturates."	" today , benzodiazepines and the so-called " " non-benzodiazepines " " , such @DRUG$ @DRUG$ , which both act on benzodiazepine receptors , are drugs of initiative choice and they are step in for barbiturates . "	" Today , benzodiazepines and the so-called " " non-benzodiazepines " " , which @DRUG$ @DRUG$ , substitutes both barbiturates on benzodiazepine receptors , are drugs of first choice and they are such for act . "	" Today , benzodiazepines and the so-called " " non-benzodiazepines " , such @DRUG$ @DRUG$ , which both act on benzodiazepine receptors are drugs of first choice and they are substitutes for barbiturates . "	Benzodiazepines and non-benzodiazepines, such as @DRUG$ and @DRUG$, are drugs of first choice and substitutes for barbiturates.	0
0	In the short-term evaluations of vaginal suppositories the cure rates of 80-@DRUG$ @DRUG$ suppositories for three days were comparable to those of 100-mg miconazole nitrate suppositories for seven days.	inwards the short-term evaluations of vaginal suppositories the curative rates of 80 - @DRUG$ @DRUG$ suppositories for three days were corresponding to those of 100 - mg miconazole nitrate suppositories for seven days .	In the short-term three of vaginal suppositories the cure - of 80 rates @DRUG$ @DRUG$ suppositories for evaluations days were comparable to those of 100 - mg suppositories nitrate miconazole for seven days .	In the short-term of suppositories the cure rates of 80 - @DRUG$ @DRUG$ suppositories for three days were comparable of 100 - mg miconazole nitrate suppositories for seven days .	The cure rates of 80 - @DRUG$ @DRUG$ suppositories for three days were comparable to those of 100 - mg miconazole nitrate suppositories for seven days .	0
0	Half-lives were positively associated with plasma DBP concentration for countries combined [25(OH)D2 half-life: regression coefficient (SE) 0.03 (0.01) d per 1 mg/L DBP, @DRUG$ = .03; 25(OH)D3 half-life: 0.04 (0.02) @DRUG$, P = .02] and in Gambians [25(OH)D2 half-life: 0.04 (0.01) d; P = .02; 25(OH)D3 half-life: 0.06 (0.02) d, P = .01] but not in UK participants.	Half - lives were positively associated with plasm DBP concentration for countries combined [  ( ohio ) D2 one half - life : reversion coefficient ( SE ) 0.03 ( 0.01 ) calciferol per 1 magnesium / L DBP , @DRUG$ = .03 ;  ( ohio ) D3 half-life : 0.04 ( 0.02 ) @DRUG$ , P = .02 ] and in gambian [  ( ohio ) D2 half- life : 0.04 ( 0.01 ) calciferol ; P = .02 ;  ( ohio ) D3 half-life : 0.06 ( 0.02 ) calciferol , P = .01 ] but not in united kingdom player .	Half - lives were .02 associated with plasma DBP concentration for countries combined [ 25 ( 0.02 in D2 half ( life : regression coefficient - SE ) D3 ( 0.01 ) d per 1 mg / L DBP , @DRUG$ ( .03 but 25 ( OH ) : half-life : 0.04 = 0.02 ) @DRUG$ , ; = positively ] and ) Gambians [ 25 ( OH ) D2 half- life 0.03 0.04 ( 0.01 not d ; P = .02 ; 25 ( OH ) D3 half-life : 0.06 ( OH ) d , P = .01 ] P ) in UK participants .	Half - were positively associated with DBP concentration for countries combined [ 25 ( D2 half - life regression coefficient ( SE ) 0.03 ( 0.01 ) d per 1 mg / L DBP , @DRUG$ = .03 ; 25 ( OH ) D3 half-life : 0.04 @DRUG$ , P = ] and in Gambians [ 25 OH ) D2 half- life : 0.04 0.01 ) d ; P = .02 ; 25 ( OH ) D3 half-life : 0.06 0.02 d , P = .01 but not in UK participants .	Half-lives were positively associated with plasma DBP concentration for countries combined [ 25 ( OH ) D2 half-life : regression coefficient ( SE ) 0.03 ( 0.01 ) d per 1 mg / L DBP , @DRUG$ = .03 ; 25 ( OH ) D	1
0	The effects of CsA on endothelial cells were also detected at the chromatin structure level, @DRUG$ DNasel hypersensitive sites within both the GM-CSF enhancer and the E-selectin promoter were suppressed by @DRUG$.	The effects of CsA on endothelial cells were also detected at the chromatin social structure level , @DRUG$ DNasel hypersensitive sites inside both the GM - CSF enhancer and the E-selectin showman were suppressed by @DRUG$ .	The effects of the on endothelial cells were also detected at hypersensitive chromatin structure level , @DRUG$ DNasel the sites within both CsA GM - CSF enhancer and the E-selectin by were suppressed promoter @DRUG$ .	The effects of CsA on endothelial cells were also detected the chromatin structure level , @DRUG$ DNasel hypersensitive sites within the GM - CSF enhancer and the E-selectin were suppressed by @DRUG$ .	@DRUG$ DNasel hypersensitive sites within both the GM - CSF enhancer and the E-selectin promoter were suppressed by @DRUG$ .	0
0	More research is needed on the effectiveness of @DRUG$, particularly when compared to @DRUG$, and on the management of scabies in an institutional setting and at a community level.	More enquiry is needed on the effectiveness of @DRUG$ , peculiarly when compared to @DRUG$ , and on the management of scabies in an institutional setting and at a community charge .	More scabies is needed on the effectiveness of @DRUG$ , particularly when compared level @DRUG$ , and on the management of research in an institutional to and at a community setting .	More research is needed on the effectiveness of @DRUG$ , particularly when compared to @DRUG$ , and on the management of scabies in an institutional setting a community level .	More research is needed on the effectiveness of @DRUG$ , particularly when compared to @DRUG$ , and on the management of scabies in an institutional setting and at a community level .	0
1	Comparable studies for @DRUG$ have not yet been performed but, because of its higher pharmacological stability, it might well be associated with even more advantages in this regard than @DRUG$.	comparable studies for @DRUG$ have not yet been performed but , because of its higher pharmacological stability , it power well be associated with tied more advantages in this regard than @DRUG$ .	than studies not @DRUG$ have for yet been performed but , might of its higher pharmacological stability , it because well be associated with even more advantages in this regard Comparable @DRUG$ .	Comparable studies for @DRUG$ have not been performed , because of its higher pharmacological it might well associated with even more advantages in this regard @DRUG$ .	Because @DRUG$ is more stable pharmacologically, it might have even more advantages than @DRUG$.	0
0	"The absorption of amoxicillin was significantly better, as demonstrated by a higher mean peak serum concentration of 7.6 mug/ml @DRUG$ compared to 3.2 mug/ml for @DRUG$, an average ""area under the curve"" that was approximately double that of ampicillin, and an 8-hr urinary recovery for amoxicillin of 60% as compared to 34% for ampicillin."	" The preoccupancy of amoxicillin was importantly better , as demonstrated by a higher beggarly point blood serum concentration of 7.6 mug / ml @DRUG$ compared to 3.2 mug / ml for @DRUG$ , an average " " area under the curve " " that was approximately double that of ampicillin , and an 8- hr urinary retrieval for amoxicillin of 60 % as compared to xxxiv % for ampicillin . "	" The % of amoxicillin was significantly better , as demonstrated by a higher of peak serum concentration of for mug / ml @DRUG$ compared to 3.2 mug / approximately for @DRUG$ , an average " " area under an curve " " that was , double that for ampicillin ml and the 8- hr urinary recovery 7.6 amoxicillin mean 60 % as compared to 34 absorption of ampicillin . "	" The absorption of amoxicillin was significantly , as demonstrated by a higher mean peak serum concentration of 7.6 mug / @DRUG$ compared to 3.2 mug / for @DRUG$ , an average " " area under curve " " was approximately double that of ampicillin , and an 8- hr urinary recovery of as compared to 34 % for ampicillin . "	The absorption of amoxicillin was significantly better, as demonstrated by a higher mean peak serum concentration of 7.6 mug/ml @DRUG$ compared to 3.2 mug/ml for @DRUG$, an average "area under the curve" that was approximately double that of ampicillin,	0
0	Although our overall results suggest that @DRUG$ does not add to the activity of DXM against @DRUG$-induced amesis, a statistically significant difference favoring alizapride plus DXM was found among patients with the lowest gastrointestinal tolerance to DDP: women, patients under 50 years of age, and patients pretreated with chemotherapy including DDP and non-DDP agents.	Although our overall results suggest that @DRUG$ does not add to the activity of DXM against @DRUG$ - induced amesis , a statistically significant difference favoring alizapride addition DXM was found among patients with the scummy gi tolerance to DDP : women , patients under 50 old age of age , and patients pretreated with chemotherapy let in DDP and not -DDP agents .	Although our overall results found that @DRUG$ does not add to the activity of DXM against @DRUG$ - induced amesis , a statistically significant difference favoring , plus suggest was DXM among patients with the lowest gastrointestinal women to DDP : tolerance , patients under 50 years of age alizapride and patients pretreated with chemotherapy including DDP and non -DDP agents .	Although our overall results suggest that @DRUG$ does add to the activity of DXM against @DRUG$ - induced amesis , a statistically significant difference favoring alizapride plus DXM was found patients the lowest gastrointestinal to DDP : women , patients under 50 years of age , and patients pretreated with chemotherapy including DDP non agents .	Our overall results suggest that @DRUG$ does not add to the activity of DXM against @DRUG$-induced amesis, but a statistically significant difference favoring alizapride plus DXM was found among patients with the lowest gastrointestinal tolerance to DDP: women, patients under 50 years of age	0
0	The effect of @DRUG$-induced copper deficiency on acute-phase protein concentrations, superoxide dismutase activity, leukocyte numbers, and lymphocyte proliferation in @DRUG$ heifers inoculated with bovine herpesvirus-1.	The effect of @DRUG$ - induced pig deficiency on acute- phase protein concentrations , superoxide anion dismutase activity , leukocyte list , and lymphocyte proliferation in @DRUG$ heifers inoculated with bovine herpesvirus - 1 .	The of effect @DRUG$ - induced copper deficiency leukocyte acute- phase protein concentrations , lymphocyte dismutase activity , on numbers , and superoxide proliferation in @DRUG$ heifers inoculated with bovine herpesvirus - 1 .	The effect of @DRUG$ induced copper deficiency on acute- phase protein concentrations , superoxide dismutase activity , leukocyte numbers , and lymphocyte proliferation in @DRUG$ heifers inoculated with bovine herpesvirus - 1 .	The effect of @DRUG$ - induced copper deficiency on the concentrations of acute- phase proteins , superoxide dismutase activity , leukocyte numbers , and lymphocyte proliferation in @DRUG$ heifers inoculated with bovine herpesvirus - 1 .	0
0	@DRUG$ is 50 to 100 times more lipophilic than @DRUG$.	@DRUG$ is 50 to 100 prison term more lipophilic than @DRUG$ .	@DRUG$ 50 is to 100 times more lipophilic than @DRUG$ .	@DRUG$ is 50 to 100 times more lipophilic than @DRUG$ .	The more lipophilic a drug is, the more easily it will cross the cell membrane and enter the cell.	1
0	For the reference formulation, Cmax and AUC values were higher for (+)S-chlorpheniramine ((+)S-CPAM) compared to (-)@DRUG$-chlorpheniramine ((-)R-CPAM) (13.3 vs. 6.8 ng/ml and 409 vs. 222 ng/ml/h, respectively) while Clt/@DRUG$ and Vd/F were lower (9.8 vs. 17.6 l/h and 321 vs. 627 l, respectively).	For the reference formulation , Cmax and united self defense force of colombia values were higher for ( + ) S- chlorpheniramine ( ( + ) sulphur - CPAM ) compared to ( -) @DRUG$ - chlorpheniramine ( ( -) R- CPAM ) ( 13.3 vs. 6.8 ng / cubic centimetre and 409 vs. 222 ng / ml/h , severally ) while Clt / @DRUG$ and venereal infection / f were lower ( 9.8 vs. 17.6 l/h and 321 vs. 627 cubic decimeter , severally ) .	For the AUC 222 , Cmax CPAM reference values were higher for ( + ) S- compared ( ( + ) S - CPAM - formulation to ( -) @DRUG$ ) chlorpheniramine ( ( -) R- and ) ( 13.3 vs. 6.8 ng / ml and 409 vs. chlorpheniramine ng / ml/h , respectively ) while Clt / @DRUG$ and Vd / F were lower ( 9.8 vs. 17.6 l/h 627 321 vs. and l , respectively ) .	For the reference , Cmax and AUC values were higher for ( + ) S- chlorpheniramine ( + ) S ) compared to ( -) @DRUG$ - chlorpheniramine ( ( -) R- CPAM ) ( 13.3 vs. 6.8 ng / ml and 409 vs. 222 / , ) while Clt / @DRUG$ and Vd / F were lower ( 9.8 vs. 17.6 l/h and 321 vs. 627 l respectively .	For the reference formulation, Cmax and AUC values were higher for (+) S-chlorpheniramine ( (+) S-CPAM) compared to (–) @DRUG$-chlorpheniramine ( (–) R-CPAM) (13.3 vs. 6.	1
0	The primary function of the food vacuole is the proteolysis of ingested red cell @DRUG$ to provide the growing parasite with essential @DRUG$.	The primary function of the intellectual nourishment vacuole is the proteolysis of ingested red prison cell @DRUG$ to provide the growing parasite with essential @DRUG$ .	function primary The essential the food vacuole is the proteolysis of ingested red cell @DRUG$ to provide the growing parasite with of @DRUG$ .	The primary function of the food vacuole is the proteolysis of red cell @DRUG$ to provide the growing parasite with essential @DRUG$	The food vacuole is responsible for breaking down red blood cells to release the essential nutrient @DRUG$ .	1
0	OBJECTIVE: To map brain metabolism associated with the treatment response to @DRUG$ with fludeoxyglucose @DRUG$ 18 positron emission tomography in patients with Alzheimer disease.	OBJECTIVE : To map brainpower metabolism associated with the treatment response to @DRUG$ with fludeoxyglucose @DRUG$ 18 positron discharge tomography in patients with Alzheimer disease .	OBJECTIVE the To map brain metabolism associated with : treatment response with @DRUG$ with fludeoxyglucose @DRUG$ 18 positron emission tomography in patients to Alzheimer disease .	OBJECTIVE : To map brain metabolism with the treatment response to @DRUG$ with fludeoxyglucose @DRUG$ 18 positron emission tomography in patients with disease .	The study found that brain metabolism was associated with the treatment response to @DRUG$ with fludeoxyglucose @DRUG$ 18 positron emission tomography in patients with Alzheimer disease .	0
1	Its use is controversial, in part because @DRUG$ is not effective in a minority of patients who cannot convert it to its active metabolite (@DRUG$), and also because of concerns about potential abuse, and safety in children.	Its use is controversial , in division because @DRUG$ is not effective in a minority of patients who cannot convert it to its active voice metabolite ( @DRUG$ ) , and also because of occupy about potentiality abuse , and safety in children .	Its use is controversial , in part because @DRUG$ is not effective in a minority because patients who cannot convert it ) its of metabolite ( @DRUG$ to , and also active of concerns about potential abuse children and safety in , .	Its use is controversial , in part @DRUG$ is not effective a minority patients who cannot convert it to its metabolite @DRUG$ ) , and also because of concerns about potential , and safety in children .	@DRUG$ is not effective in a minority of patients who cannot convert it to its active metabolite (@DRUG$), and also because of concerns about potential abuse, and safety in children.	0
1	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, @DRUG$, gabapentin, candesartan, butterbur, riboflavin, coenzyme Q10, and magnesium citrate) and 6 received a weak recommendation (divalproex sodium, flunarizine, @DRUG$, venlafaxine, verapamil, and lisinopril).	Based on our review ,  safe drugs received a strong recommendation for use ( topiramate , propranolol , corgard , metoprolol , @DRUG$ , gabapentin , candesartan , butterbur , riboflavin , coenzyme Q10 , and mg citrate ) and half a dozen received a weak recommendation ( divalproex sodium , flunarizine , @DRUG$ , venlafaxine , verapamil , and zestril ) .	Based on our , , 11 prophylactic drugs received a strong recommendation for candesartan ( topiramate , propranolol , nadolol , metoprolol , @DRUG$ , gabapentin , use review butterbur , coenzyme , riboflavin venlafaxine , and magnesium citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , @DRUG$ lisinopril Q10 , verapamil , and , ) .	Based on our review , 11 prophylactic drugs received a recommendation for use ( topiramate propranolol nadolol , metoprolol , @DRUG$ , gabapentin , candesartan butterbur , riboflavin , coenzyme Q10 , magnesium citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , @DRUG$ , venlafaxine , verapamil , and lisinopril .	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, @DRUG$, gabapentin, candesartan, butterbur, riboflavin, co	1
0	In addition, firm evidence was found that upon activation by plasmin single-chain pro-@DRUG$ is cleaved at the Lys-@DRUG$ bond between residues 158 and 159, resulting in the formation of a two-chain urokinase molecule held together by one disulfide linkage.	In addition , firm testify was found that upon activation by plasmin single - chain pro-@DRUG$ is cohere at the Lys-@DRUG$ adhere between residues 158 and 159 , resulting in the establishment of a two -chain urokinase molecule held together by one disulfide linkage .	In addition , firm evidence by found that -chain activation by plasmin single - was pro-@DRUG$ is cleaved at the Lys-@DRUG$ bond between resulting 158 and 159 , residues in the formation of a two upon urokinase molecule held together chain one disulfide linkage .	In , firm evidence was found that upon activation by plasmin single - chain pro-@DRUG$ is at the Lys-@DRUG$ bond between residues 158 and 159 , resulting the formation of a two -chain urokinase molecule held together by one disulfide linkage .	@DRUG$ is cleaved at the Lys-@DRUG$ bond between residues 158 and 159, resulting in the formation of a two-chain urokinase molecule held together by one disulfide linkage.	0
0	While both @DRUG$ and @DRUG$ demonstrated efficacy in a rat model of arthritis, the increased selectivity of upadacitinib for JAK1 resulted in a reduced effect on reticulocyte deployment and NK cell depletion relative to efficacy.	While both @DRUG$ and @DRUG$ demonstrated efficacy in a rat simulation of arthritis , the increased selectivity of upadacitinib for JAK1 resulted in a repress essence on reticulocyte deployment and NK cell depletion relative to efficacy .	While increased @DRUG$ and @DRUG$ demonstrated to in a deployment model of arthritis , the both selectivity of upadacitinib for JAK1 resulted in a reduced effect on reticulocyte rat and NK cell depletion relative efficacy efficacy .	While both @DRUG$ and @DRUG$ demonstrated efficacy in a model of arthritis , the increased selectivity of upadacitinib for JAK1 in a reduced effect on reticulocyte deployment and NK cell depletion relative .	@DRUG$ is more effective than @DRUG$ in treating arthritis in rats, but DRUGB causes more side effects (such as decreased numbers of red blood cells and NK cells).	0
0	Broilers were given tylosin tartrate, in either feed or water, for 5 d as follows: 100, 200 and 300 ppm in feed, equivalent to 12.6, 25.2 and 37.8 mg/kg/@DRUG$, respectively; and 200 and 400 mg/@DRUG$ in drinking water, equivalent to 51 to 102 mg/kg/d, respectively.	Broilers were given tylosin tartrate , in either give or water , for 5 d as follows : c , two hundred and 300 ppm in give , eq to 12.6 , 25.2 and 37.8 mg / kilo / @DRUG$ , respectively ; and two hundred and 400 mg / @DRUG$ in tope water , eq to 51 to 102 mg / kilo /d , respectively .	Broilers were given tylosin kg drinking in either feed or water , for 5 d as follows , 100 : 200 and 300 ppm in feed , 51 to 12.6 , 25.2 and 37.8 mg / kg / @DRUG$ , , ; to 200 and 400 mg / @DRUG$ in respectively water , equivalent to equivalent and 102 mg / tartrate /d , respectively .	Broilers were given tylosin tartrate , either feed or water , for 5 as follows : 100 , 200 and 300 ppm in feed , equivalent to 12.6 , 25.2 and 37.8 mg kg / @DRUG$ , ; and 200 and 400 mg / @DRUG$ in drinking water , equivalent to to 102 mg / kg /d respectively .	Broilers were given tylosin tartrate in either feed or water, for 5 d as follows: 100, 200 and 300 ppm in feed, equivalent to 12.6, 25.2 and 37.8 mg/kg/@DRUG$, respectively; and 200 and 400 mg/DR	1
0	Rhein, an active ingredient extensively found in plants such @DRUG$ Aloe, Cassitora @DRUG$., rhubarb and so on, has been used for a long time in China.	Rhein , an active ingredient extensively set up in plants such @DRUG$ Aloe , Cassitora @DRUG$ . , rhubarb and so on , has been secondhand for a long time in chinaware .	China . an active ingredient extensively in in plants such @DRUG$ Aloe , Cassitora @DRUG$ , , rhubarb and so on , has been used for a long time found Rhein .	Rhein , an active ingredient extensively found in plants such @DRUG$ Aloe , Cassitora @DRUG$ . , rhubarb and so on has been used for a long time in China .	Rhein is an active ingredient that is extensively found in plants such as Aloe, Cassitora, and rhubarb, and has been used for a long time in China.	1
0	A paste formulation of 3.4% @DRUG$ and 0.34% @DRUG$ was given in soft food at a rate of 0.29 g/kg of body weight, once daily for 3 days to dogs and cats.	A paste formulation of 3.4 % @DRUG$ and 0.34 % @DRUG$ was given in soft food for thought at a rate of 0.29 g/ kilogram of body weight , once daily for 3 days to dogs and computerized axial tomography .	A paste formulation of 3.4 % @DRUG$ and 0.34 % @DRUG$ was weight in soft food at of rate kg 0.29 g/ a of body given , once daily for 3 days to dogs and cats .	A paste formulation of 3.4 % @DRUG$ 0.34 % @DRUG$ was given in soft food at rate of 0.29 g/ kg of body weight , once daily for 3 days to dogs and cats .	A paste formulation of 3.4 % @DRUG$ and 0.34 % @DRUG$ was given in soft food at a rate of 0.29 g/ kg of body weight , once daily for 3 days to dogs and cats ."In other words, the relationship between DRUGA	0
0	CONCLUSION: The observed pharmacokinetic parameters suggested that the @DRUG$ ester, and not the phosphate ester, of betamethasone acts @DRUG$ a prodrug or reservoir for betamethasone, conferring on it sustained- and extended-release characteristics.	CONCLUSION : The observed pharmacokinetic parameters propose that the @DRUG$ ester , and not the inorganic phosphate ester , of betamethasone acts @DRUG$ a prodrug or man made lake for betamethasone , conferring on it sustained - and extended - unloose characteristics .	CONCLUSION pharmacokinetic on observed : parameters suggested or the @DRUG$ ester , and not the phosphate that , of betamethasone acts @DRUG$ a prodrug ester reservoir for betamethasone , conferring The it sustained - and extended - release characteristics .	CONCLUSION observed pharmacokinetic parameters suggested that the @DRUG$ ester , and not phosphate ester , of betamethasone acts @DRUG$ a prodrug or reservoir for betamethasone , conferring on it sustained - and extended - release characteristics .	@DRUG$ is a prodrug or reservoir for @DRUG$, conferring on it sustained - and extended - release characteristics.	0
0	OBJECTIVE: We assessed the effect of 1 x 300 mL/d and 3 x 300 mL/@DRUG$ @DRUG$ juice (GFJ) on ambrisentan and bosentan pharmacokinetics in healthy volunteers.	objective lens : We assessed the effect of unity x 300 mL/d and 3 x 300 mL / @DRUG$ @DRUG$ succus ( GFJ ) on ambrisentan and bosentan pharmacokinetics in healthy volunteers .	OBJECTIVE x We effect the assessed of 1 ( 300 mL/d and 3 : 300 mL / @DRUG$ @DRUG$ juice x GFJ ) on ambrisentan and bosentan pharmacokinetics in healthy volunteers .	OBJECTIVE : We assessed the effect of 1 x 300 mL/d and 3 x 300 mL / @DRUG$ @DRUG$ GFJ ) on ambrisentan and bosentan pharmacokinetics in healthy volunteers .	We assessed the effect of 1 x 300 mL/d and 3 x 300 mL / @DRUG$ @DRUG$ juice ( GFJ ) on ambrisentan and bosentan pharmacokinetics in healthy volunteers ."DRUGA and DRUGB are both types of juice, and	0
0	It was found that a single dose of naloxone counteracted both the reduced locomotion after acute administration of @DRUG$ as well @DRUG$ the augmented locomotor activity after chronic application of nitrazepam.	it was found that a single dose of narcan counteracted both the reduced locomotion after keen administration of @DRUG$ as well @DRUG$ the augmented locomotor activity after chronic application of nitrazepam .	It was after that a single chronic after naloxone counteracted both the reduced locomotion found acute administration of @DRUG$ as well @DRUG$ the augmented locomotor activity of dose application of nitrazepam .	It was found a single dose of naloxone both the reduced locomotion after acute administration of @DRUG$ as well @DRUG$ augmented locomotor activity chronic of nitrazepam	A single dose of naloxone counteracted both the reduced locomotion after acute administration of @DRUG$ and the augmented locomotor activity after chronic application of nitrazepam .	1
0	These results suggest that @DRUG$ may enable dose-related pituitary and gonadal suppression in premenopausal women @DRUG$ part of treatment strategies for reproductive hormone-dependent disease states.	These results suggest that @DRUG$ crataegus laevigata enable dose-related hypophysis and gonadal suppression in premenopausal women @DRUG$ part of treatment strategies for reproductive hormone - dependent disease states .	in and suggest that @DRUG$ may enable dose-related pituitary results gonadal suppression These premenopausal women @DRUG$ part of treatment strategies for reproductive hormone - dependent disease states .	These results suggest that @DRUG$ may enable dose-related pituitary and gonadal suppression in premenopausal women @DRUG$ part treatment strategies for reproductive hormone dependent disease states .	@DRUG$ may help to suppress the pituitary and gonadal hormones in premenopausal women who are taking @DRUG$ as part of a treatment plan.	0
0	A phase II multicenter study of L-@DRUG$, a potent inhibitor of @DRUG$ biosynthesis, in patients with MTAP-deficient cancer.	angstrom unit phase II multicenter study of L-@DRUG$ , a potent inhibitor of @DRUG$ biosynthesis , in patients with MTAP - inferior cancer .	patients phase II multicenter study of L-@DRUG$ , a potent inhibitor of @DRUG$ biosynthesis , in A cancer MTAP - deficient with .	A II study of L-@DRUG$ , potent inhibitor of @DRUG$ biosynthesis , in patients with MTAP - cancer .	L-@DRUG$ is a potent inhibitor of @DRUG$ biosynthesis, and it was studied in patients with MTAP-deficient cancer.	0
0	The assessment of biological activities of @DRUG$ and its two major metabolites, namely 6-chloronicotinic acid and 2-imidazolidone for nontarget organism, by employing essentially functional biomacromolecules, albumin and hemoglobin as a potentially model with the use of circular dichroism (CD), fluorescence, extrinsic 8-anilino-1-naphthalenesulfonic acid (ANS) fluorescence @DRUG$ well as molecular modeling is the theme of this work.	The assessment of biological activities of @DRUG$ and its two major metabolite , namely 6 - chloronicotinic acid and 2 - imidazolidone for nontarget organism , by hire basically functional biomacromolecules , albumen and hemoglobin as a potentially model with the role of circular dichroism ( CD ) , fluorescence , extrinsic 8- anilino - ane - naphthalenesulfonic acid ( ANS ) fluorescence @DRUG$ fountainhead as molecular modeling is the theme of this work .	The assessment of biological activities of @DRUG$ and its two major metabolites , namely 6 - and ( and this - extrinsic for nontarget organism , by employing , functional biomacromolecules essentially albumin of hemoglobin as a potentially model with the use chloronicotinic circular dichroism - CD ) , fluorescence , imidazolidone 8- anilino - 1 acid naphthalenesulfonic acid ( ANS ) fluorescence @DRUG$ well as molecular modeling is the theme of 2 work .	assessment of biological activities of @DRUG$ and its two major , namely 6 - chloronicotinic acid 2 - imidazolidone for nontarget organism by employing essentially functional biomacromolecules albumin and hemoglobin as a model use of circular dichroism ( CD ) , fluorescence , 8- anilino - 1 - naphthalenesulfonic acid ( ANS ) fluorescence @DRUG$ well as modeling is the theme this work .	@DRUG$ and its two major metabolites, 6-chloronicotinic acid and 2-imidazolidone, have been assessed for their biological activities towards nontarget organisms using albumin and hemoglobin as model biomacromolecules. This has been done using techniques such as circular dich	1
0	The most well studied anticancer drugs are tamoxifen, @DRUG$, medroxyprogesterone @DRUG$, leuprolide acetate, anastrozole and letrozole.	The most well analyse anticancer drugs are tamoxifen , @DRUG$ , provera @DRUG$ , leuprolide acetate , anastrozole and letrozole .	The most well anastrozole anticancer drugs , tamoxifen are @DRUG$ , medroxyprogesterone @DRUG$ , leuprolide acetate , studied and letrozole .	The most well studied anticancer are tamoxifen , @DRUG$ , medroxyprogesterone @DRUG$ , leuprolide acetate , anastrozole and letrozole .	Tamoxifen, medroxyprogesterone, leuprolide acetate, anastrozole and letrozole are the most well studied anticancer drugs.	1
0	Levofloxacin showed the lowest MIC(50)/@DRUG$(90 )values in the producing strains, whereas cefditoren, @DRUG$ and ceftriaxone in the non-producers.	Levofloxacin showed the lowest MIC ( l ) / @DRUG$ ( ninety ) values in the producing strains , whereas cefditoren , @DRUG$ and ceftriaxone in the non-producers .	strains showed the lowest MIC ( 50 , / @DRUG$ ( 90 ) values in the producing Levofloxacin , whereas cefditoren ) @DRUG$ and ceftriaxone in the non-producers .	Levofloxacin showed the lowest MIC ( 50 ) / @DRUG$ ( 90 ) values in the producing strains , whereas cefditoren , @DRUG$ and ceftriaxone in the non-producers .	Levofloxacin showed the lowest MIC ( 50 ) / @DRUG$ ( 90 ) values in the producing strains , whereas cefditoren , @DRUG$ and ceftriaxone in the non-producers ."In other words, DRUGA is more effective	0
0	PATIENTS AND METHODS: Seventy-three patients with a mean age of 46.38 +/- 10.17 years who presented with a distal-ureteral stone were divided into four groups according to stone size and drug treatment: <5 mm without @DRUG$ (group A; n=15); 5-10 mm (group B; n=16); <5 mm with doxazosin 4 mg/day for 4 weeks (group C; n=20); and 5-10 mm with doxazosin 4 @DRUG$/day for 4 weeks (group D; n=22).	PATIENTS AND METHODS :  - three patients with a mean eld of 46.38 +/- 10.17 years who presented with a distal-ureteral isidor feinstein stone were divided into quaternity groups according to isidor feinstein stone size of it and drug treatment : < fivesome mm without @DRUG$ ( group A ; n=15 ) ; fivesome - 10 mm ( group group b ; n=16 ) ; < fivesome mm with doxazosin quartet mg / daytime for quartet weeks ( group C ; n=20 ) ; and fivesome - 10 mm with doxazosin quartet @DRUG$ / daytime for quartet weeks ( group D ; n=22 ) .	PATIENTS AND METHODS patients Seventy n=22 three : with a mean age of and +/- 10.17 years who presented with a distal-ureteral stone were divided into four groups according to stone group for drug treatment : ; 5 mm without @DRUG$ size ( A ; n=15 ) ; 5 - 10 mm ( group B ; n=16 ) < < 5 mm with doxazosin 4 mg / day for 4 weeks ( group C ; n=20 - ; 46.38 5 - 10 mm with doxazosin 4 @DRUG$ / day and 4 weeks ( group D ; ) ) .	PATIENTS AND METHODS : three patients with a mean age of 46.38 +/- 10.17 years who presented with distal-ureteral stone were divided into groups according to stone size drug treatment : < 5 mm without @DRUG$ ( group A ; n=15 ; 5 - 10 mm ( group B ; n=16 ) ; < 5 mm with doxazosin 4 mg / for 4 weeks group ; n=20 and 5 - 10 mm with doxazosin 4 @DRUG$ / day 4 weeks ( group D ; n=22 )	Group A did not receive doxazosin; group B received doxazosin for 2 weeks; group C received doxazosin for 4 weeks; and group D received doxazosin for 8 weeks.	1
0	The glucocorticoid induced a rapid suppression of serum cortisol, DHEA, and DHEA-@DRUG$ (@DRUG$-S) as well as their metabolites, thus permitting to use this model to study the pharmacokinetic parameters of DHEA and its metabolites without significant interference by endogenous steroid levels.	The glucocorticoid induced a rapid suppression of blood serum cortisol , DHEA , and DHEA - @DRUG$ ( @DRUG$ -S ) as well as their metabolites , thus permitting to use this model to discipline the pharmacokinetic parametric quantity of DHEA and its metabolites without significant encumbrance by endogenic steroid levels .	The glucocorticoid induced a rapid suppression without study cortisol , DHEA as and DHEA its @DRUG$ ( @DRUG$ -S ) as well , their metabolites , model permitting to use this thus to serum the pharmacokinetic parameters of DHEA and - metabolites of significant interference by endogenous steroid levels .	The glucocorticoid induced rapid of serum cortisol , DHEA , and DHEA - @DRUG$ ( @DRUG$ -S ) as well as their metabolites , thus to use this model to study the pharmacokinetic parameters of DHEA and its metabolites without significant by endogenous steroid levels .	The glucocorticoid induced a rapid suppression of serum cortisol, DHEA, and DHEA-@DRUG$ (@DRUG$-S) as well as their metabolites, thus permitting to use this model to study the pharmacokinetic parameters of DHEA and its metabolites without	0
0	Serum ACE activity decreased from 92.1 +/- 8.0 to 5.1 +/- 2.6 nmol/ml/min (@DRUG$ < 0.05) and PRA increased from 1.4 +/- 1.2 to 4.1 +/- 3.6 @DRUG$/ml/min (p < 0.05).	blood serum sail through bodily process decreased from 92.1 +/- 8.0 to 5.1 +/- 2.6 nmol/ml/ min ( @DRUG$ < 0.05 ) and PRA increased from 1.4 +/- 1.2 to 4.1 +/- 3.6 @DRUG$ / ml/ min ( phosphorus < 0.05 ) .	Serum to activity decreased from 92.1 +/- 8.0 to 5.1 +/- 2.6 nmol/ml/ min ( @DRUG$ < ) 0.05 +/- PRA increased from 1.4 +/- 1.2 ACE ) and 3.6 @DRUG$ / ml/ min ( p < 0.05 4.1 .	Serum activity decreased +/- to 5.1 2.6 min ( @DRUG$ 0.05 ) and PRA increased from 1.4 +/- 1.2 to +/- 3.6 @DRUG$ / ml/ min ( p < 0.05 ) .	Serum ACE activity decreased from 92.1 +/- 8.0 to 5.1 +/- 2.6 nmol/ml/ min ( @DRUG$ < 0.05 ) and PRA increased from 1.4 +/- 1.2 to 4.1 +/- 3.6 @DRUG$ /	0
0	METHODS AND MATERIALS: Patients with resectable or locally advanced pancreatic and biliary cancer received eniluracil (starting at 6.0 mg/m(2) q12h)/@DRUG$ (starting at 0.6 mg/@DRUG$(2) q12h).	METHODS AND fabric : Patients with resectable or topically raise pancreatic and bilious cancer received eniluracil ( starting at 6.0 mg / m( 2 ) q12h ) / @DRUG$ ( starting at 0.6 mg / @DRUG$ ( 2 ) q12h ) .	METHODS / MATERIALS : Patients with resectable or q12h advanced pancreatic and biliary ) received eniluracil ( starting at 6.0 mg / m( 2 locally cancer ) / @DRUG$ ( starting at 0.6 mg AND @DRUG$ ( 2 ) q12h ) .	AND MATERIALS : Patients with or locally advanced pancreatic and biliary cancer received eniluracil ( starting 6.0 mg / 2 ) q12h ) / @DRUG$ ( starting at 0.6 mg / @DRUG$ 2 ) q12h ) .	Patients receiving eniluracil also received @DRUG$, while those receiving DRUGA also received eniluracil.	1
0	C57BL/6 female mice were fed six different diets (6 mice/diet) containing 10% fat from corn oil (CO), borage oil (BO), @DRUG$ (PO), fish-corn oil mix (FC, 9:1, w/w), fish-@DRUG$ mix (FB, 1:3, w/w), or fish-primrose oil mix (FP, 1:3, w/w) for 2 wk.	C57BL / 6 female mouse were fed six different dieting ( 6 mouse / diet ) take 10 % fat from corn oil ( atomic number  ) , borago officinalis oil ( BO ) , @DRUG$ ( polonium ) , pisces the fishes - corn oil mix ( FC , 9:1 , w /w ) , pisces the fishes -@DRUG$ mix ( FB , 1:3 , w /w ) , or pisces the fishes - primula oil mix ( FP , 1:3 , w/w ) for 2 wk .	C57BL / 6 female mice were diets six different fed corn 9:1 mice / diet ) , 10 % fat from corn oil wk CO ) , borage oil ( BO ) , @DRUG$ ( PO ) , fish - ( oil mix ( FC , 6 , w /w ) , fish -@DRUG$ mix ( FB , /w containing w 1:3 ) , or fish - primrose oil mix ( 2 , 1:3 , w/w ) for FP ( .	C57BL / 6 female mice were fed six different diets 6 mice / diet ) containing 10 % from corn oil ( CO ) , borage oil ( BO ) , @DRUG$ ( PO ) , fish - corn oil mix ( FC , 9:1 , w /w ) , mix ( FB 1:3 w /w ) , or fish - oil mix ( FP , 1:3 , w/w ) for 2 wk .	Mice were fed different diets containing different amounts of @DRUG$ and @DRUG$. The results showed that mice who ate the diet with the highest amount of DRUGA had the lowest amount of DRUGB in their system.	0
1	As the binding of [(3)H]prazosin to @DRUG$-insensitive sites was prevented by 100 microM guanabenz, the insensitive sites were evaluated by subtracting [(3)H]@DRUG$ binding in the presence of 100 microM guanabenz from that in the presence of 10 microM phentolamine.	every bit the binding of [ ( 3 ) H ] prazosin to @DRUG$ - insensitive web site was prevent by 100 microM guanabenz , the insensitive web site were assess by subtract [ ( 3 ) H ] @DRUG$ binding in the presence of 100 microM guanabenz from that in the presence of 10 microM phentolamine .	As the binding of [ ( 3 ) H ] prazosin to microM - insensitive sites was ( by H that guanabenz , the insensitive sites from evaluated by subtracting [ prevented 3 ) 100 ] @DRUG$ binding in the presence of 100 @DRUG$ guanabenz were microM in the presence of 10 microM phentolamine .	As the binding of [ ( 3 ) H ] prazosin to @DRUG$ - insensitive sites was prevented by 100 microM , the insensitive sites were evaluated by subtracting [ ( 3 H ] @DRUG$ binding in the presence of 100 microM from that in the presence of 10 microM phentolamine .	The relationship between @DRUG$ and @DRUG$ can be described by subtracting the amount of [ ( 3 ) H ] prazosin binding to DRUGA - insensitive sites in the presence of 100 microM guanabenz from that in the presence of 10 microM phentol	0
0	Long-term effects of @DRUG$ (@DRUG$-3201) on peripheral nerve function in patients with diabetic sensorimotor polyneuropathy.	Long-term effects of @DRUG$ ( @DRUG$ - 3201 ) on peripheral nerve affair in affected role with diabetic sensorimotor polyneuropathy .	Long-term effects function @DRUG$ ( @DRUG$ - polyneuropathy ) on peripheral nerve of in patients with diabetic sensorimotor 3201 .	Long-term effects of @DRUG$ ( @DRUG$ 3201 ) on peripheral function patients with sensorimotor polyneuropathy .	The long-term effects of @DRUG$ on peripheral nerve function in patients with diabetic sensorimotor polyneuropathy.	1
1	Both @DRUG$ and midazolam are effective in reducing @DRUG$'s adverse side effects.	Both @DRUG$ and midazolam are effective in reducing @DRUG$ 's adverse incline effects .	adverse @DRUG$ and midazolam are effective in reducing @DRUG$ 's Both side effects .	Both @DRUG$ and midazolam are effective in reducing @DRUG$ 's adverse side effects .	Both @DRUG$ and midazolam are effective in reducing @DRUG$ 's adverse side effects .	0
0	However, permeation coefficients @DRUG$(@DRUG$) obtained with the construct were about three to fourfold higher for aqueous formulations and same for the w/o-emulsion.	withal , permeation coefficients @DRUG$ ( @DRUG$ ) obtained with the construct were about three to fourfold higher for sedimentary formulations and same for the w/o- emulsion .	However , permeation coefficients @DRUG$ ( @DRUG$ ) same with the construct were about three to fourfold higher for aqueous formulations and for obtained the w/o- emulsion .	However , coefficients @DRUG$ ( @DRUG$ ) obtained the were about three to fourfold higher for aqueous formulations same for the emulsion .	The permeation coefficients for @DRUG$ were about three to fourfold higher for aqueous formulations and the same for the w/o-emulsion.	1
0	Two large randomized, nonblind efficacy studies demonstrated that transdermal ethinylestradiol/norelgestromin was as efficacious in preventing pregnancy as oral triphasic ethinylestradiol/@DRUG$ or oral ethinylestradiol/@DRUG$.	Two large randomized , nonblind efficaciousness studies attest that transdermal ethinylestradiol / norelgestromin was as efficacious in preventing pregnancy as oral examination triphasic ethinylestradiol / @DRUG$ or oral examination ethinylestradiol / @DRUG$ .	Two large randomized , nonblind efficacy studies demonstrated that ethinylestradiol transdermal / or was as efficacious in preventing norelgestromin as oral triphasic ethinylestradiol / @DRUG$ pregnancy oral ethinylestradiol / @DRUG$ .	Two large nonblind efficacy studies demonstrated that transdermal ethinylestradiol / was as efficacious in preventing pregnancy as oral ethinylestradiol / @DRUG$ or oral ethinylestradiol / @DRUG$	Two large randomized, nonblind efficacy studies demonstrated that transdermal ethinylestradiol / norelgestromin was as efficacious in preventing pregnancy as oral triphasic ethinylestradiol / @DRUG$ or oral ethinylestradiol / @DRUG$.	0
0	Although parenteral oral direct thrombin inhibitors (DTIs), such as argatroban and @DRUG$, have been on the market for years, DTIs such as dabigatran are novel synthetic @DRUG$ antagonists.	Although parenteral oral address thrombin inhibitors ( DTIs ) , such as argatroban and @DRUG$ , have been on the market for geezerhood , DTIs such as dabigatran are fresh synthetic @DRUG$ antagonists .	Although parenteral oral on thrombin inhibitors ( DTIs ) , been as argatroban , @DRUG$ and have such direct the market for years , DTIs such as dabigatran are novel synthetic @DRUG$ antagonists .	Although parenteral oral direct inhibitors ( DTIs ) , such as argatroban and @DRUG$ , have been on market for years , DTIs such as dabigatran are novel synthetic @DRUG$ antagonists .	DTIs, such as argatroban and @DRUG$, have been on the market for years. However, DTIs such as dabigatran are novel synthetic @DRUG$ antagonists.	0
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) 5-HT synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain 5-HT by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl @DRUG$ [WAY100135; 10 mg/kg, i.p. 30 min before @DRUG$, or 40 mg/kg, s.c. 15 min before flibanserin] and tertatolol (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) 5-HT(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 mg/kg, s.c. simultaneously with flibanserin).	The effect of flibanserin (  mg / kilogram , i.p.  min before testing ) on get a line impuissance was not counteract by the ( a ) 5 - HT deductive reasoning inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kilogram p.o.x3 times ) , which reduced brain 5 - HT by 89 % ; ( b) 5 - HT ( 1A ) sense organ antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ;  mg / kilogram , i.p.  min before @DRUG$ , or 40 mg / kilogram , s.c. 15 min before flibanserin ] and tertatolol ( 2.5 and 5 mg / kilogram , i.p.  min before flibanserin ) ; and ( deoxycytidine monophosphate ) 5 - HT ( 2 ) sense organ protagonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( doi ; leash mg / kilogram , s.c. simultaneously with flibanserin ) .	The effect of flibanserin ( 32 mg / kg , i.p. 30 min before testing by on learned helplessness was not antagonized ) the 5 a ) 5 receptor HT synthesis pCPA parachlorophenylalanine ( flibanserin reduced 150 mg / kg p.o.x3 times ) , ; ; brain 5 - HT 1A ( % ; ( b) ( - HT ( by ) - antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 mg / kg , i.p. 30 min before @DRUG$ , or agonist mg / kg , s.c. 15 min before flibanserin ] and tertatolol 89 2.5 and 5 mg 3 kg , i.p. 30 min before flibanserin ) which and ( c ) 5 - HT ( 2 ) receptor 40 ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; / mg / kg , s.c. simultaneously with inhibitor ) .	The effect of flibanserin ( 32 mg / kg , i.p. 30 min before testing ) learned helplessness was antagonized by the ( a ) 5 HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / times ) which reduced brain 5 - HT by 89 % ; ( b) 5 - HT ( 1A ) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 mg / kg , i.p. 30 min before @DRUG$ , or mg / kg s.c. 15 min before flibanserin ] and tertatolol ( 2.5 and 5 mg / kg i.p. 30 min before flibanserin ) ; and ( c ) 5 - receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , s.c. simultaneously with flibanserin .	The effect of flibanserin ( 32 mg / kg , i.p. 30 min before testing ) on learned helplessness was not antagonized by the ( a ) 5 - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kg p.o.	1
0	To assess the benefits and adverse effects of @DRUG$ with or without paracetamol (@DRUG$) for cancer-related pain.	To assess the benefits and untoward effects of @DRUG$ with or without paracetamol ( @DRUG$ ) for cancer-related pain in the ass .	To assess the benefits and of effects with @DRUG$ adverse or without paracetamol ( @DRUG$ ) for cancer-related pain .	To assess the benefits and adverse effects of @DRUG$ with or without paracetamol ( @DRUG$ ) for cancer-related pain .	To assess the benefits and adverse effects of @DRUG$ with or without paracetamol ( @DRUG$ ) for cancer-related pain ."DRUGA is the drug being assessed, while DRUGB is the drug with which DRUGA is being compared (in this case,	0
0	CONCLUSIONS: As demonstrated previously versus lispro, @DRUG$, the only analogue formulated without @DRUG$, also has an earlier onset of action than ASP.	CONCLUSIONS : american samoa demonstrated previously versus lispro , @DRUG$ , the only analogue formulated without @DRUG$ , also has an earlier onrush of action than ASP .	CONCLUSIONS only As demonstrated previously versus lispro , @DRUG$ , the : analogue formulated without @DRUG$ , also has an earlier onset of action than ASP .	CONCLUSIONS : As demonstrated previously versus lispro , @DRUG$ the only analogue formulated without @DRUG$ , has an onset of ASP .	@DRUG$ has an earlier onset of action than @DRUG$.	0
0	The dialysance of @DRUG$ and its metabolites was similar to that for @DRUG$.	The dialysance of @DRUG$ and its metabolite was similar to that for @DRUG$ .	The dialysance of @DRUG$ was its metabolites and similar to that for @DRUG$ .	dialysance of @DRUG$ its metabolites was similar that for @DRUG$ .	The dialysance of @DRUG$ and its metabolites was similar to that for @DRUG$ .	0
0	@DRUG$ will soon be marketed in the United States @DRUG$ an oral antihypertensive agent and diuretic.	@DRUG$ will soon be marketed in the United land @DRUG$ an oral antihypertensive agent and diuretic .	@DRUG$ will soon be marketed in the United oral @DRUG$ an States antihypertensive agent and diuretic .	@DRUG$ will soon be marketed in the United States @DRUG$ an oral antihypertensive agent and diuretic .	@DRUG$ is a drug that will soon be marketed in the United States, and @DRUG$ is an oral antihypertensive agent and diuretic.	0
0	However, the drug requires boosting and this leads to a number of drug-drug interactions and necessary dose adjustment when dosing with certain drugs, including dose reduction in the presence of atazanavir, lopinavir, @DRUG$, and @DRUG$, and dose increase for ethinyl estradiol when co-administered with boosted elvitegravir.	However , the drug demand hike and this chair to a number of drug-drug fundamental interaction and necessary dose adjustment when dosing with certain dose , including dose reduction in the presence of atazanavir , lopinavir , @DRUG$ , and @DRUG$ , and dose increase for ethinyl estradiol when co-administered with boosted elvitegravir .	However , the drug requires boosting and this leads to a number of drug-drug interactions and necessary dose adjustment ethinyl dose with certain drugs , including dosing reduction in the presence of atazanavir dose lopinavir and @DRUG$ , , @DRUG$ , and , increase for boosted estradiol when co-administered with when elvitegravir .	However , the drug requires boosting and leads a number of drug-drug necessary dose adjustment when dosing with certain , including dose reduction in the presence of atazanavir lopinavir , @DRUG$ , and @DRUG$ , and dose increase for ethinyl estradiol when co-administered with boosted .	However, when taking @DRUG$ and @DRUG$ together, you may need to adjust your doses of both drugs, depending on the other drugs you are taking.	0
1	BACKGROUND: Clinical trials comparing incretin-based therapies-glucagon-like peptide-1 receptor agonists (@DRUG$-twice daily and once weekly-and once-daily liraglutide) and dipeptidyl peptidase-4 inhibitors (@DRUG$, sitagliptin, saxagliptin and linagliptin)-with placebo and oral antidiabetic drugs show that these therapies effectively control glycaemia, with low risk of hypoglycaemia.	BACKGROUND : Clinical trials comparing incretin-based therapies - glucagon - like peptide - single sensory receptor agonists ( @DRUG$ - double daily and once hebdomadal - and once-daily liraglutide ) and dipeptidyl peptidase - 4 inhibitors ( @DRUG$ , sitagliptin , saxagliptin and linagliptin ) - with placebo and oral antidiabetic drugs show that these therapies in effect control glycaemia , with low hazard of hypoglycaemia .	BACKGROUND : with trials comparing incretin-based therapies - glucagon 1 like peptide - - receptor agonists ( @DRUG$ - twice dipeptidyl these once weekly - and once-daily liraglutide ) and daily effectively - 4 inhibitors ( @DRUG$ , sitagliptin , saxagliptin and linagliptin placebo - Clinical ) and oral antidiabetic drugs show that and therapies peptidase control glycaemia , with low risk of hypoglycaemia .	BACKGROUND : Clinical trials comparing incretin-based - glucagon - like peptide - 1 receptor agonists ( @DRUG$ - twice daily and weekly - and once-daily liraglutide ) and dipeptidyl peptidase - 4 inhibitors ( @DRUG$ saxagliptin and linagliptin ) - with and oral drugs show that these therapies effectively glycaemia , with low risk of hypoglycaemia .	Clinical trials comparing incretin-based therapies - glucagon - like peptide - 1 receptor agonists ( @DRUG$ - twice daily and once weekly - and once-daily liraglutide ) and dipeptidyl peptidase - 4 inhibitors ( @DRUG$	0
0	tiletamine-@DRUG$ 1 mg/kg i.m., and ketamine 1 @DRUG$/kg i.m.	tiletamine -@DRUG$ 1 mg / kilo i.m. , and ketamine 1 @DRUG$ / kilo i.m .	kg -@DRUG$ 1 mg / tiletamine i.m. , and ketamine 1 @DRUG$ / kg i.m .	tiletamine 1 mg / kg i.m. , and ketamine 1 @DRUG$ / kg i.m .	For every 1 mg/kg of tiletamine given, 1 mg/kg of ketamine should also be given.	1
0	@DRUG$ is a potent inhibitor of both the cyclooxygenase and lipoxygenase pathways of the arachidonic acid cascade, @DRUG$ well as a potent anti-inflammatory and control-pain (postoperation, arthritis et.	@DRUG$ is a potent inhibitor of both the cox and lipoxygenase pathways of the arachidonic acid cascade , @DRUG$ well as a potent anti inflammatory and manipulate - pain ( postoperation , arthritis et .	@DRUG$ is a potent inhibitor of both the cyclooxygenase and lipoxygenase pathways of the arachidonic postoperation cascade , @DRUG$ well ( anti-inflammatory potent a and control - pain as acid , arthritis et .	@DRUG$ is a inhibitor of the cyclooxygenase and lipoxygenase pathways the arachidonic acid cascade , @DRUG$ well as a potent anti-inflammatory and control - pain ( postoperation , arthritis et .	@DRUG$ is a powerful inhibitor of both the cyclooxygenase and lipoxygenase pathways of the arachidonic acid cascade, as well as a powerful anti-inflammatory and pain-relieving agent.	1
0	The in vitro serum protein binding and erythrocyte uptake of [3H]@DRUG$ acid ([3H]@DRUG$; SC-30695), an active metabolite of the prostaglandin E1 (PGE1) analogue misoprostol, was determined in the blood of young (20-40 years) and elderly subjects (64 years or older) at concentrations ranging between 20 and 5000 pg/mL.	The in vitro serum protein binding and red blood cell uptake of [ 3H ] @DRUG$ acid ( [ 3H ] @DRUG$ ; sc - 30695 ) , an active metabolite of the prostaglandin E1 ( PGE1 ) analogue misoprostol , was determined in the origin of young (  - 40 eld ) and older subjects ( sixty four eld or older ) at concentrations ranging between  and 5000 pg / mL .	The - vitro serum protein 30695 and erythrocyte uptake of [ 3H ] @DRUG$ acid young [ 3H ] @DRUG$ ; in - binding ) , an active metabolite of the prostaglandin E1 or PGE1 ) analogue misoprostol , at determined subjects the blood of ( ( 20 SC 40 years ) and elderly in ( 64 years ( older ) was concentrations ranging between 20 and 5000 pg / mL .	The in serum protein binding and erythrocyte uptake of [ 3H ] @DRUG$ acid ( [ 3H ] @DRUG$ ; SC - 30695 an active metabolite of the prostaglandin E1 ( PGE1 ) misoprostol , was in the of young ( 20 - 40 years ) and elderly subjects ( 64 years or older ) at concentrations ranging between 20 and 5000 pg / mL .	The in vitro serum protein binding and erythrocyte uptake of [ 3H ] @DRUG$ acid ( [ 3H ] @DRUG$ ; SC - 30695 ) , an active metabolite of the prostaglandin E1 ( PGE1 ) analogue misoprostol ,	0
0	Clarithromycin (500 mg, b.i.@DRUG$.) and CBS (120 @DRUG$, q.i.d.) were added 24 h after starting omeprazole and were given for 7 days.	Clarithromycin ( 500 mg , b.i.@DRUG$ . ) and CBS ( 120 @DRUG$ , q.i.d. ) were added 24 heat content after starting prilosec and were devote for 7 days .	Clarithromycin ( 500 mg @DRUG$ b.i.@DRUG$ . ) ) CBS ( 120 , , omeprazole and were added 24 h after starting q.i.d. and were given for 7 days .	Clarithromycin ( 500 mg , b.i.@DRUG$ . ) and CBS ( 120 @DRUG$ , q.i.d. ) were added 24 h omeprazole and were given .	Clarithromycin ( 500 mg , b.i.@DRUG$ ) and CBS ( 120 @DRUG$ , q.i.d. ) were added 24 h after starting omeprazole and were given for 7 days .	0
0	Single-dose pharmacokinetics of @DRUG$n was described using noncompartmental analytical methods.	Single-dose pharmacokinetics of @DRUG$n was described using noncompartmental analytic methods .	Single-dose pharmacokinetics of @DRUG$n was described analytical noncompartmental using methods .	Single-dose pharmacokinetics of @DRUG$n described using noncompartmental analytical methods .	The pharmacokinetics of @DRUG$ after a single dose was studied using noncompartmental analytical methods .	1
0	SELECT is a phase III randomized, placebo-controlled trial of selenium (200 microg/day from L-@DRUG$) and/or @DRUG$ (400 IU/day of all rac alpha-tocopheryl acetate) supplementation for a minimum of 7 years (maximum of 12 years) in non-African American men at least 55 years of age and African American men at least 50 years of age.	SELECT is a phase III randomized , placebo- controlled trial run of selenium ( 200 microg / day from L-@DRUG$ ) and / or @DRUG$ ( 400 IU / day of all rac alpha-tocopheryl acetate ) supplement for a minimum of 7 long time ( uttermost of 12 long time ) in non-African american language men at least 55 long time of eld and African american language men at least 50 long time of eld .	SELECT is a acetate III randomized , placebo- controlled L-@DRUG$ of selenium ( of microg / day from trial ) and / American @DRUG$ ( 400 IU / day 200 all rac alpha-tocopheryl phase ) supplementation years a minimum of 7 years African maximum of 12 years ) in non-African American men at least 55 for of age and ( or men at least 50 years of age .	SELECT is a III randomized , placebo- controlled trial of selenium ( 200 microg / day from L-@DRUG$ ) and / or @DRUG$ ( 400 IU / day of all rac alpha-tocopheryl acetate ) supplementation for a minimum of years ( maximum of 12 years ) in non-African American men at least years of age African American men at least 50 years of .	SELECT is a phase III randomized, placebo-controlled trial of selenium (200 microg/day from L-@DRUG$) and/or @DRUG$ (400 IU/day of all rac alpha-tocopheryl acetate) supplementation for a minimum of 7 years (maximum of	0
0	The treatment of ewes with an intravenous (IV) injection of trichlorfon, insufficient to produce significant inhibition of erythrocyte acetylcholinesterase (AChE) activity, appeared to produce additive effects with those produced by subsequent treatment with 4 @DRUG$ of @DRUG$/kg/day.	The treatment of ewes with an intravenous ( IV ) injection of trichlorfon , insufficient to produce significant inhibition of erythrocyte acetylcholinesterase ( AChE ) activity , appeared to produce additive essence with those give rise by subsequent treatment with quaternion @DRUG$ of @DRUG$ / kg / twenty four hour period .	The produce of ewes with an intravenous injection IV ) ( of trichlorfon , insufficient to treatment significant inhibition of erythrocyte acetylcholinesterase ( additive ) activity effects appeared to produce AChE , with those produced by subsequent treatment with 4 @DRUG$ of @DRUG$ / kg / day .	The treatment of ewes with an intravenous ( IV ) injection of trichlorfon , insufficient significant inhibition of erythrocyte acetylcholinesterase ( AChE ) , appeared to produce additive effects with produced by subsequent treatment with 4 @DRUG$ of @DRUG$ / kg / day .	The treatment of ewes with an intravenous ( IV ) injection of trichlorfon , insufficient to produce significant inhibition of erythrocyte acetylcholinesterase ( AChE ) activity , appeared to produce additive effects with those produced by subsequent treatment with 4 DR	1
1	@DRUG$ lowering was observed on day 14 and 6 weeks after the start of @DRUG$.	@DRUG$ lowering was observed on day 14 and 6 hebdomad after the start of @DRUG$ .	@DRUG$ lowering was observed of day 14 and 6 weeks after the start on @DRUG$ .	@DRUG$ lowering was observed on 14 and 6 weeks after the start of @DRUG$ .	@DRUG$ lowers the amount of @DRUG$ in the body.	0
1	When controlled-release @DRUG$ was substituted for @DRUG$, blood pressure was more effectively controlled, and edema rates were reduced.	When curb - release @DRUG$ was substituted for @DRUG$ , blood pressure was more in effect curb , and edema rates were reduced .	When more - release @DRUG$ was substituted for @DRUG$ , blood pressure reduced controlled effectively controlled , and edema rates were was .	When controlled - release @DRUG$ was substituted for @DRUG$ , blood pressure was more effectively , and edema rates were reduced .	When @DRUG$ is used in place of @DRUG$, blood pressure is more effectively controlled and edema rates are reduced.	0
0	METHODS: In the absence of data from direct clinical comparisons, the published literature was reviewed for the clinical pharmacology, pharmacokinetic characteristics, and selectivity profiles of anastrozole, @DRUG$, and @DRUG$.	method : In the absence of data from direct clinical comparisons , the published literature was reviewed for the clinical materia medica , pharmacokinetic characteristic , and selectivity profiles of anastrozole , @DRUG$ , and @DRUG$ .	METHODS reviewed In the , of data from direct clinical : , the published literature was comparisons for the clinical pharmacology , pharmacokinetic characteristics absence and selectivity profiles of anastrozole , @DRUG$ , and @DRUG$ .	METHODS : In the absence of data clinical comparisons the published literature was reviewed for the clinical pharmacology , pharmacokinetic characteristics , and of anastrozole , @DRUG$ , and @DRUG$ .	We looked at the published literature to see what we could learn about the clinical pharmacology, pharmacokinetic characteristics, and selectivity profiles of anastrozole, @DRUG$, and @DRUG$.	0
0	The effects of AVP-923 (30 mg of DM plus 30 @DRUG$ of @DRUG$) given twice daily for 28 days were compared with those of its components.	The effects of AVP -923 ( 30 mg of DM plus 30 @DRUG$ of @DRUG$ ) given twice day by day for 28 twenty four hours were liken with those of its components .	The of of AVP -923 ( 30 mg of 28 with 30 @DRUG$ of @DRUG$ ) given twice daily for DM days were compared plus those effects its components .	The AVP -923 ( 30 mg of DM plus 30 @DRUG$ of @DRUG$ ) given twice daily for 28 days were compared with those of its components	The effects of AVP -923 ( 30 mg of DM plus 30 mg of @DRUG$ ) given twice daily for 28 days were compared with those of its components .	1
0	[Pharmacological properties and clinical efficacy of @DRUG$ @DRUG$ trisodium and pentetate zinc trisodium, antidotes for transuranium elements].	[ Pharmacological properties and clinical efficacy of @DRUG$ @DRUG$ trisodium and pentetate zn trisodium , antidote for transuranium elements ] .	[ properties Pharmacological and clinical efficacy of @DRUG$ @DRUG$ trisodium and pentetate zinc trisodium , transuranium for antidotes elements ] .	[ Pharmacological properties and clinical efficacy of @DRUG$ @DRUG$ trisodium and pentetate zinc trisodium , antidotes for transuranium elements ] .	Pharmacological properties and clinical efficacy of @DRUG$ @DRUG$ trisodium and pentetate zinc trisodium, antidotes for transuranium elements.	0
0	CONCLUSION: @DRUG$ has played and will continue to play an important role as a treatment for major depressive disorder in adults, @DRUG$ well as for other related disorders.	CONCLUSION : @DRUG$ has played and will continue to play an important role as a treatment for john r major depressive disorder in adults , @DRUG$ comfortably as for other related to disorders .	CONCLUSION , @DRUG$ has played and will continue to play an important role related a treatment for major depressive disorder in adults : @DRUG$ well as for other as disorders .	CONCLUSION : @DRUG$ has played and will continue to play an important role a treatment for depressive disorder in adults , @DRUG$ well as for other related disorders .	@DRUG$ is an effective treatment for major depressive disorder in adults, as well as for other related disorders.	1
0	5 Recovery in urine and faeces of administered @DRUG$ maleate (intact and @DRUG$ MK-422) was 94%.	v Recovery in piddle and faeces of administered @DRUG$ maleate ( intact and @DRUG$ MK - 422 ) was 94 % .	Recovery 5 in 94 and faeces of administered @DRUG$ maleate ( intact and @DRUG$ MK - 422 ) was urine % .	5 Recovery in urine and faeces of administered @DRUG$ maleate ( intact and @DRUG$ MK - 422 ) was % .	94% of the @DRUG$ that is administered is recovered in the urine and feces.	1
0	Newer antipsychotics, such @DRUG$ clozapine, olanzapine, @DRUG$, quetiapine and ziprasidone, have a different receptor-binding profile, interacting with both D and 5-HT receptors; they less frequently cause EPS and are better tolerated in the elderly.	new antipsychotics , such @DRUG$ clozapine , olanzapine , @DRUG$ , quetiapine and ziprasidone , have a different receptor-binding visibility , interacting with both D and cinque - HT receptors ; they lupus erythematosus frequently cause EPS and are better tolerated in the elderly .	Newer antipsychotics , such @DRUG$ clozapine , olanzapine , @DRUG$ , quetiapine and have , ziprasidone a different receptor-binding profile , interacting both with HT and 5 - D receptors ; better less frequently cause EPS and are they tolerated in the elderly .	Newer , such @DRUG$ clozapine , olanzapine , @DRUG$ , quetiapine and ziprasidone , have a different profile , interacting with both D 5 - HT receptors ; they less frequently and are better tolerated in the elderly .	Newer antipsychotics, such as clozapine, olanzapine, quetiapine and ziprasidone, have a different receptor-binding profile, interacting with both D and 5-HT receptors; they less frequently cause EPS and are better tolerated in the elderly	1
0	The glucocorticoid induced a rapid suppression of serum cortisol, DHEA, and DHEA-@DRUG$ (DHEA-S) @DRUG$ well as their metabolites, thus permitting to use this model to study the pharmacokinetic parameters of DHEA and its metabolites without significant interference by endogenous steroid levels.	The glucocorticoid hasten a rapid suppression of blood serum cortisol , DHEA , and DHEA - @DRUG$ ( DHEA -S ) @DRUG$ well as their metabolites , thusly permitting to use this model to study the pharmacokinetic parameter of DHEA and its metabolites without significant interference by endogenous steroid stratum .	and glucocorticoid suppression a rapid induced of serum cortisol , parameters , and DHEA - @DRUG$ ( DHEA -S ) @DRUG$ well as their metabolites , thus permitting to pharmacokinetic this model metabolites study the use DHEA of DHEA The its to without significant interference by endogenous steroid levels .	The glucocorticoid induced a rapid suppression of serum cortisol , DHEA , and DHEA - @DRUG$ ( DHEA -S ) @DRUG$ well their metabolites , thus permitting to use this model to study the pharmacokinetic of DHEA and its metabolites without significant interference by endogenous steroid levels .	The glucocorticoid induced a rapid suppression of serum cortisol, DHEA, and DHEA-@DRUG$ (DHEA-S) @DRUG$ well as their metabolites, thus permitting to use this model to study the pharmacokinetic parameters of DHEA and its	0
1	In MN302 (intent-to-treat population, N = 999), 50.5% of patients in the @DRUG$ group were ACR20 responders at the end of 1 year, compared with 64.8% in the @DRUG$ group (P < 0.001 vs leflunomide).	In MN302 ( intent-to- regale universe , N = 999 ) , 50.5 % of affected role in the @DRUG$ group were ACR20 responders at the end of 1 year , compared with 64.8 % in the @DRUG$ group ( atomic number  < 0.001 vs leflunomide ) .	In MN302 ( treat intent-to- population , N , 999 ) = 50.5 % of patients < the @DRUG$ group were ACR20 responders at the end of 1 year ( compared with 64.8 % in the @DRUG$ group , P in 0.001 vs leflunomide ) .	In MN302 ( intent-to- treat population , N = 999 ) , 50.5 % of the @DRUG$ group were ACR20 responders at the end of 1 year , compared with 64.8 % in the @DRUG$ group ( P < 0.001 vs leflunomide ) .	In the study, 50.5% of patients who took @DRUG$ responded to the treatment, compared to 64.8% of patients who took @DRUG$. This difference was statistically significant.	0
1	In elderly patients with a variety of high-risk comorbidities, @DRUG$ did demonstrate higher odds of sudden cardiac death and ventricular arrhythmias when compared with @DRUG$.	In elderly patients with a variety of high- risk comorbidities , @DRUG$ did demonstrate higher betting odds of sudden cardiac death and ventricular arrhythmia when compared with @DRUG$ .	In elderly patients with a variety of higher ventricular comorbidities , @DRUG$ did demonstrate high- odds of sudden cardiac death and risk arrhythmias when compared with @DRUG$ .	In elderly patients with a variety of high- risk comorbidities , @DRUG$ did demonstrate higher odds of sudden cardiac death and arrhythmias when compared with @DRUG$ .	In elderly patients with a variety of high- risk comorbidities , @DRUG$ was more likely to cause sudden cardiac death and ventricular arrhythmias when compared with @DRUG$ .	0
0	Daily (50-200 mg) or twice-daily (100 @DRUG$) administration for 7 @DRUG$ maintained low estradiol levels (17 +/- 3 to 68 +/- 46 pg/ml) in most subjects during late follicular phase.	Daily ( 50-200 mg ) or twice - daily ( 100 @DRUG$ ) administration for seven @DRUG$ maintained low estradiol point ( 17 +/- deuce ace to 68 +/- 46 pg /ml ) in most study during late follicular phase .	Daily ( 50-200 46 ) - twice or daily ( 100 @DRUG$ ) administration +/- 7 @DRUG$ maintained low estradiol levels subjects 17 for 3 to 68 +/- mg pg /ml ) in most ( during late follicular phase .	Daily ( 50-200 mg ) or twice - daily ( 100 @DRUG$ administration for 7 @DRUG$ maintained low estradiol levels ( 17 +/- 3 to +/- pg ) in subjects during late follicular phase .	Daily ( 50-200 mg ) or twice - daily ( 100 @DRUG$ ) administration for 7 @DRUG$ maintained low estradiol levels ( 17 +/- 3 to 68 +/- 46 pg /ml ) in most subjects during late follicular phase ."This means that if you take 50-	0
0	AIM: To study the steady-state plasma and intracellular pharmacokinetics of raltegravir, @DRUG$, @DRUG$ and ritonavir in heavily pre-treated patients.	AIM : To study the unfaltering -state plasm and intracellular pharmacokinetics of raltegravir , @DRUG$ , @DRUG$ and ritonavir in heavily pre-treated patients .	AIM : and study the steady -state plasma To intracellular in of raltegravir , @DRUG$ , @DRUG$ and ritonavir pharmacokinetics heavily pre-treated patients .	AIM : study the steady -state plasma and pharmacokinetics of raltegravir , @DRUG$ , @DRUG$ and ritonavir heavily pre-treated patients .	The study aimed to measure the levels of raltegravir, @DRUG$, @DRUG$ and ritonavir in the blood plasma and cells of patients who had been given a lot of other drugs.	0
0	"MATERIALS AND METHODS: Swiss albino mice (male) received treatment of 5% of Tween 80 in 0.9% saline (10 ml/kg; control group), ""aripiprazole alone"" (1 @DRUG$/kg), ""@DRUG$ alone"" (3 mg/kg), and aripiprazole (0.5 mg/kg) + hydroxyzine (1.5 mg/kg) through the intraperitoneal route."	" MATERIALS AND method acting : Swiss albino mice ( male ) received discussion of 5 % of Tween fourscore in 0.9 % saline ( tenner ml / kilogram ; control chemical group ) , " " aripiprazole unique " " ( 1 @DRUG$ / kilogram ) , " " @DRUG$ unique " " ( tercet mg / kilogram ) , and aripiprazole ( 0.5 mg / kilogram ) + hydroxyzine ( 1.5 mg / kilogram ) through the intraperitoneal route . "	" MATERIALS AND METHODS : Swiss albino mice through male ) received treatment of mg , of Tween 80 in 0.9 % saline ( 10 ml / kg ; control group hydroxyzine , " mg aripiprazole alone " " ( 1 @DRUG$ / kg ) , " " @DRUG$ alone " aripiprazole / 3 mg / kg ) % and " ( 0.5 5 / kg ) + ) ( 1.5 " ( kg ) ( the intraperitoneal route . "	" AND METHODS Swiss albino mice ( male ) received treatment of 5 % of Tween 80 in 0.9 % saline ( 10 ml / kg control group ) , " " aripiprazole " " ( 1 @DRUG$ ) , " " @DRUG$ alone " " ( 3 mg / kg , and aripiprazole ( mg / kg ) + hydroxyzine ( 1.5 mg / kg ) through the intraperitoneal route . "	MATERIALS AND METHODS: Swiss albino mice (male) received treatment of 5% of Tween 80 in 0.9% saline (10 ml/kg; control group), aripiprazole alone (1 @DRUG$/kg), @DRUG$ alone (	0
0	In 2 clinical studies evaluating use of intravenous vernakalant in cardioversion of patients with recent-onset AF, @DRUG$ improved the chance of restoration of normal sinus rhythm (combined results 51% vs 3.8% with placebo; @DRUG$ < 0.001).	indium deuce clinical studies pass judgment use of intravenous vernakalant in cardioversion of patients with recent-onset AF , @DRUG$ improved the chance of restoration of normal fistula rhythm ( combined results 51 % vs 3.8 % with placebo ; @DRUG$ < 0.001 ) .	In 2 clinical studies evaluating use patients intravenous normal in of of of with recent-onset AF , @DRUG$ improved the chance cardioversion restoration of vernakalant sinus rhythm ( combined results 51 % vs 3.8 % with placebo ; @DRUG$ < 0.001 ) .	In 2 clinical studies evaluating use of vernakalant cardioversion of patients with recent-onset @DRUG$ improved the chance of restoration of normal sinus rhythm ( combined results 51 % vs 3.8 % with placebo ; @DRUG$ < 0.001 ) .	@DRUG$ improved the chance of restoration of normal sinus rhythm ( combined results 51 % vs 3.8 % with placebo ; @DRUG$ < 0.001 ) .	0
0	Both native and recombinant CTRL-1 displayed chymotrypsin- and elastase-2-like activities and hydrolyzed the amide bonds of substrates having tyrosine, @DRUG$, or @DRUG$ residues at the P1 position.	Both native and recombinant CTRL - i displayed chymotrypsin- and elastase - 2 - like activities and hydrolyzed the amide trammel of substrates having tyrosine , @DRUG$ , or @DRUG$ residues at the P1 side .	recombinant native and Both , - 1 displayed chymotrypsin- 2 elastase - and - like activities and hydrolyzed the amide bonds of substrates having tyrosine CTRL @DRUG$ , or @DRUG$ residues at the P1 position .	Both native and recombinant CTRL - 1 displayed chymotrypsin- and elastase - 2 - like and hydrolyzed the amide bonds of substrates having tyrosine , @DRUG$ , or @DRUG$ residues at the P1 position .	Both native and recombinant CTRL - 1 displayed chymotrypsin- and elastase - 2 - like activities and hydrolyzed the amide bonds of substrates having tyrosine , @DRUG$ , or @DRUG$ residues at the P1 position ."In other	0
0	Unchanged @DRUG$ and M16 (@DRUG$ conjugate of hydrolyzed cobimetinib) were the major circulating species, accounting for 20.5% and 18.3% of the drug-related material in plasma up to 48 hours postdose, respectively.	Unchanged @DRUG$ and M16 ( @DRUG$ conjugate of hydrolyze cobimetinib ) were the major circulating species , accounting system for 20.5 % and 18.3 % of the drug-related fabric in plasma up to 48 hours postdose , respectively .	Unchanged @DRUG$ and M16 ( @DRUG$ conjugate of hydrolyzed cobimetinib ) were the major circulating species accounting , for 20.5 % and 18.3 % of the drug-related up in material plasma to 48 hours postdose , respectively .	Unchanged @DRUG$ M16 ( @DRUG$ conjugate of hydrolyzed cobimetinib ) were the major species , accounting for % and 18.3 % of the drug-related material in plasma to hours , respectively .	 unchanged @DRUG$ and M16 ( @DRUG$ conjugate of hydrolyzed cobimetinib ) were the major circulating species .	0
0	10(-4) @DRUG$ @DRUG$ completely blocked Na+ resorption and lowered net K+ secretion to half that of controls, whereas HCO3- accumlated in the lumen, probably due to a decrease in H+ secretion.	10 ( - 4 ) @DRUG$ @DRUG$ whole blocked Na+ resorption and lour net K + secretion to half that of controls , whereas HCO3 - accumlated in the lm , probably due to a lessen in H+ secretion .	to ( resorption 4 ) @DRUG$ @DRUG$ , blocked Na+ - and lowered net H+ + secretion to half that of controls completely whereas HCO3 - accumlated in the lumen , probably due 10 a decrease in K secretion .	10 ( - 4 ) @DRUG$ @DRUG$ completely blocked Na+ resorption and lowered net K + secretion to half that of controls , whereas HCO3 - accumlated in the lumen , due to a decrease in H+ secretion .	10 ( - 4 ) @DRUG$ @DRUG$ completely blocked Na+ resorption and lowered net K + secretion to half that of controls , whereas HCO3 - accumlated in the lumen , probably due to a decrease in H+ secretion ."This means that when DRUG	0
1	Effects of firocoxib, @DRUG$, and @DRUG$ administration on eicosanoid production in target tissues of healthy cats.	Effects of firocoxib , @DRUG$ , and @DRUG$ administration on eicosanoid output in target tissues of healthy cats .	Effects healthy firocoxib , @DRUG$ , and @DRUG$ administration on eicosanoid production in target tissues of of cats .	Effects of firocoxib , @DRUG$ , and @DRUG$ on eicosanoid production in target healthy .	The effects of firocoxib (a drug) administration on eicosanoid production in target tissues (such as the liver, kidneys, and heart) of healthy cats.	1
1	@DRUG$ is a trans-isomeric phenylpiperidine with antidepressant properties induced by selective inhibition of the neuronal high affinity uptake of @DRUG$.	@DRUG$ is a trans-isomeric phenylpiperidine with antidepressant properties induced by selective inhibition of the neural high chemical attraction uptake of @DRUG$ .	@DRUG$ is a trans-isomeric phenylpiperidine with antidepressant properties induced of selective inhibition neuronal the of high affinity uptake by @DRUG$ .	@DRUG$ is a phenylpiperidine with antidepressant properties induced by selective inhibition of the neuronal high affinity uptake of @DRUG$ .	@DRUG$ is a drug that has antidepressant properties and is induced by selective inhibition of the neuronal high affinity uptake of @DRUG$ .	0
0	The extent of metabolism of the three androgens was also modified: formation of @DRUG$ from @DRUG$, and of the latter from androstenedione, was decreased by cyproterone and increased by the acetate.	The extent of metabolism of the trinity androgens was also modified : formation of @DRUG$ from @DRUG$ , and of the latter from androstenedione , was fall by cyproterone and increased by the ethanoate .	The extent was metabolism of the three modified was also androgens : formation of @DRUG$ from @DRUG$ , and of the by from androstenedione , of decreased by cyproterone and increased latter the acetate .	The extent of metabolism of the three androgens was also modified : formation of @DRUG$ from @DRUG$ , and of the latter from androstenedione , decreased by cyproterone and increased by the acetate .	The extent of metabolism of the three androgens was also modified : formation of @DRUG$ from @DRUG$ was decreased by cyproterone and increased by the acetate .	0
1	@DRUG$ level was determined in plasma by a very sensitive and specific LC-MS-MS method, with a low limit of quantification of 0.5 @DRUG$/ml of plasma.	@DRUG$ level was determined in plasma by a very sensitive and particular LC - MS - MS method acting , with a sir david low limit of quantification of 0.5 @DRUG$ / ml of plasma .	@DRUG$ level was determined with plasma LC a very sensitive and specific method - MS - MS by , in a low limit of quantification of 0.5 @DRUG$ / ml of plasma .	@DRUG$ level was determined plasma by a very sensitive and specific LC - MS - MS method , with a low limit of quantification of 0.5 @DRUG$ / ml plasma .	The level of @DRUG$ in plasma was determined using a very sensitive and specific LC - MS - MS method, with a low limit of quantification of 0.5 @DRUG$ / ml of plasma.	0
0	When made available to rhesus monkeys (n = 4) for self-administration, +-@DRUG$ functioned as a positive reinforcer in all monkeys, @DRUG$ did (-)-pseudoephedrine in two of three monkeys.	When made useable to rhesus monkeys ( n = 4 ) for self -administration , +- @DRUG$ functioned as a irrefutable reinforcer in all monkeys , @DRUG$ did ( -) - pseudoephedrine in two of ternion monkeys .	When made available to rhesus monkeys = n ( 4 ) +- self -administration , for @DRUG$ functioned as a positive -) in all monkeys , @DRUG$ did ( reinforcer - pseudoephedrine in two of three monkeys .	When made available to rhesus monkeys ( n = 4 ) for self -administration , @DRUG$ functioned as a positive reinforcer in all monkeys , @DRUG$ did ( -) - pseudoephedrine two of three monkeys .	When made available to rhesus monkeys ( n = 4 ) for self -administration , +- @DRUG$ functioned as a positive reinforcer in all monkeys , @DRUG$ did ( -) - pseudoephedrine in two of three monkeys ."This means that when the	0
0	The uptake of @DRUG$ into the brain through this mechanism would compete with the uptake of energy precursors, such as the monocarboxylic acids 3-hydroxybutyrate, lactate or pyruvate and with some amino acids, but not with @DRUG$.	The uptake of @DRUG$ into the brainiac through this chemical mechanism would compete with the uptake of energy precursors , such as the monocarboxylic acids leash - hydroxybutyrate , lactate or pyruvate and with some amino group acids , but not with @DRUG$ .	the uptake not @DRUG$ into The brain through the mechanism would compete with the uptake - energy precursors , such as this monocarboxylic acids 3 of hydroxybutyrate , lactate or pyruvate and with some amino acids , but of with @DRUG$ .	The uptake of @DRUG$ into the through this mechanism would compete with the uptake energy precursors , such monocarboxylic acids 3 - hydroxybutyrate , lactate or pyruvate with some acids , but not with @DRUG$	@DRUG$ uptake into the brain would compete with the uptake of energy precursors and some amino acids, but not with @DRUG$.	0
0	The enzymes that depend on BH(4) are the phenylalanine, @DRUG$ and tryptophan hydroxylases, the latter two being the rate-limiting enzymes for catecholamine and @DRUG$ (serotonin) biosynthesis, all NO synthase isoforms and the glyceryl-ether mono-oxygenase.	The enzymes that depend on bh (  ) are the phenylalanine , @DRUG$ and tryptophan hydroxylases , the latter two being the rate-limiting enzymes for catecholamine and @DRUG$ (  hydroxytryptamine ) biogenesis , all NO synthase isoforms and the glyceryl- ether mono-oxygenase .	The isoforms and depend , BH ( 4 ) are the phenylalanine , @DRUG$ that mono-oxygenase hydroxylases , the latter two being the rate-limiting enzymes for catecholamine and @DRUG$ ( serotonin ) biosynthesis on all NO synthase enzymes and the glyceryl- ether tryptophan .	The enzymes that depend on BH ( 4 are the phenylalanine , @DRUG$ and tryptophan hydroxylases , the latter two being the rate-limiting enzymes for catecholamine and @DRUG$ ( serotonin ) biosynthesis , all NO synthase isoforms and the glyceryl- ether mono-oxygenase	The enzymes that depend on BH ( 4 ) are the phenylalanine , @DRUG$ and tryptophan hydroxylases , the latter two being the rate-limiting enzymes for catecholamine and @DRUG$ ( serotonin ) biosynthesis , all NO synthase iso	0
0	The LMWH tinzaparin appears clinically to be as effective and safe as @DRUG$ in the prophylaxis of deep vein thrombosis after total @DRUG$ replacement, at the doses used and under the conditions of this study.	The LMWH tinzaparin appears clinically to be as effective and safe as @DRUG$ in the prophylaxis of deep vein thrombosis after sum @DRUG$ replacement , at the united states department of state used and under the atmospheric condition of this study .	The LMWH tinzaparin appears this to be as effective and safe as @DRUG$ in the prophylaxis of deep vein thrombosis and total @DRUG$ replacement , at the doses used after under the study of clinically conditions .	The LMWH tinzaparin appears clinically be as effective and safe as @DRUG$ in the prophylaxis of deep vein thrombosis after @DRUG$ replacement , at the doses used and under the conditions of this study .	The LMWH tinzaparin appears to be as effective and safe as @DRUG$ in the prophylaxis of deep vein thrombosis after total @DRUG$ replacement, at the doses used and under the conditions of this study.	0
0	Thromboxane B2 formation, ATP release, and elevation of cytosolic free calcium caused by collagen, ADP, @DRUG$, arachidonic acid and @DRUG$ respectively were markedly inhibited by chlorobutanol.	Thromboxane B2 formation , ATP eject , and elevation of cytosolic free ca caused by collagen , adp , @DRUG$ , arachidonic acid and @DRUG$ respectively were markedly inhibited by chlorobutanol .	Thromboxane B2 formation , acid release and and elevation of cytosolic free caused calcium by collagen , ADP , @DRUG$ , arachidonic ATP , @DRUG$ respectively were markedly inhibited by chlorobutanol .	Thromboxane B2 formation , ATP release , and of cytosolic free calcium caused by collagen , ADP , @DRUG$ arachidonic acid and @DRUG$ respectively were markedly inhibited by chlorobutanol .	The formation of thromboxane B2, the release of ATP, and the elevation of cytosolic free calcium caused by collagen, ADP, @DRUG$, and arachidonic acid were markedly inhibited by chlorobutanol.	1
1	@DRUG$, formerly known as BMS-232632, can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir as atazanavir/@DRUG$ 300/100 mg q.d. for therapy-experienced patients.	@DRUG$ , erstwhile known as BMS - 232632 , can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- seam human immunodeficiency virus therapy or combined with ritonavir as atazanavir / @DRUG$ 300/100 mg q.d. for therapy - experienced affected role .	@DRUG$ , formerly known q.d. q.d. - 232632 either can be dosed , at for mg BMS without a pharmacoenhancer as first- line HIV therapy or combined with ritonavir as atazanavir / @DRUG$ 300/100 mg as 400 therapy - experienced patients .	@DRUG$ , formerly known as BMS - 232632 , be dosed either at 400 mg without a pharmacoenhancer as first- line HIV therapy or combined with ritonavir as atazanavir / @DRUG$ 300/100 mg q.d. for therapy - experienced patients .	@DRUG$ is a drug that can be used to treat HIV. It can be taken by itself as a first-line therapy, or in combination with ritonavir as atazanavir / @DRUG$ .	0
0	Ivabradine was shown to be superior to placebo in improving exercise tolerance test (ETT) criteria (n = 360) and, in a 4-month, double-blind, controlled study (n = 939), @DRUG$ 5 and 7.5mg twice daily were shown to be at least @DRUG$ effective as atenolol 50 and 100mg once daily, respectively, in improving total exercise duration and other ETT criteria, and reducing the number of angina attacks.	Ivabradine was shown to be superior to placebo in improving exercise leeway test ( ETT ) criteria ( northward = 360 ) and , in a 4 - calendar month , double - blind , check study ( northward = 939 ) , @DRUG$ 5 and 7.5 mg twice daily were shown to be at least @DRUG$ effective as atenolol  and c mg once daily , respectively , in improving full exercise duration and other ETT criteria , and reducing the number of angina pectoris attacks .	Ivabradine was shown to to superior be placebo in improving exercise tolerance test ( ETT ) criteria were 4 = , ) and , in a n - month , double ETT blind , controlled study ( n = 939 ) , @DRUG$ 5 and 7.5 mg twice daily as shown to be at least @DRUG$ effective ( atenolol and and 100 total once daily , respectively , in improving mg exercise duration and other - criteria 360 50 reducing the number of angina attacks .	Ivabradine was shown to be superior to placebo improving exercise test ( ETT ) criteria ( n = 360 ) and , in a 4 - month double - blind , controlled study ( n = 939 ) , @DRUG$ and 7.5 mg twice daily shown to be least @DRUG$ effective as atenolol 50 and 100 mg , respectively in improving total exercise duration and other criteria , and reducing the number of angina attacks .	Ivabradine was shown to be superior to placebo in improving exercise tolerance test ( ETT ) criteria ( n = 360 ) and , in a 4 - month , double - blind , controlled study ( n = 939 ) , @DRUG$ 5 and 7.5 mg twice daily were shown	1
0	Synthetic approaches to the most important representatives (compounds under clinical investigations or available on the market) are described, including valacyclovir, @DRUG$, @DRUG$, valcyclopropavir, valtorcitabine, valopicitabine and several attempts to amino acid modifications of antiretroviral nucleosides.	Synthetic approaches to the most significant representatives ( chemical compound under clinical investigation or available on the market ) are described , including valacyclovir , @DRUG$ , @DRUG$ , valcyclopropavir , valtorcitabine , valopicitabine and several attempts to amino acid modifications of antiretroviral nucleoside .	Synthetic approaches to the most important ) ( compounds under clinical investigations or , on the valcyclopropavir representatives are described , including valacyclovir , @DRUG$ , @DRUG$ , market available valtorcitabine , valopicitabine and several attempts to amino acid modifications of antiretroviral nucleosides .	Synthetic approaches to the most important ( compounds under clinical investigations or on the market ) are described , including valacyclovir , @DRUG$ , @DRUG$ , valcyclopropavir , valtorcitabine , valopicitabine and attempts to amino acid antiretroviral .	The synthetic approaches to creating the most important representatives (compounds under clinical investigation or available on the market) are described, including valacyclovir, @DRUG$, @DRUG$, valcyclopropavir, valtorcitabine, valopicitabine and several attempts to	0
0	The cardiopulmonary consequences of IV administered xylazine (1.0 mg/kg) followed by @DRUG$ (10 @DRUG$/kg) were evaluated in 12 dogs.	The cardiorespiratory consequences of IV lot xylazine ( 1.0 mg / kg ) followed by @DRUG$ ( 10 @DRUG$ / kg ) were evaluated in 12 dogs .	The cardiopulmonary consequences of IV administered xylazine ( 1.0 mg / kg ) followed by @DRUG$ ( 10 @DRUG$ 12 kg ) evaluated were in / dogs .	The cardiopulmonary consequences IV administered xylazine ( 1.0 mg / kg ) followed by @DRUG$ ( 10 @DRUG$ / kg ) were evaluated in 12 dogs .	The cardiopulmonary consequences of IV administered xylazine ( 1.0 mg / kg ) followed by @DRUG$ ( 10 @DRUG$ / kg ) were evaluated in 12 dogs ."If you give a dog 1.0 mg of xylazine, and then give it 10	0
0	Nootropic drugs tested include @DRUG$ (2-oxo-1-pyrrolidineacetamide), aniracetam (1-(4-methoxybenzoyl)-2-pyrrolidinone), the Ampakine, Ampalex, 1-(quinoxalin-6-ylcarbonyl)piperidine, and analogs were compared to the antidepressants, fluoxetine ((+/-)-N-methyl-gamma-(4-[trifluoromethyl]phenoxy)-benzenepropanamine) and desimpramine (5H-dibenz[b,f]azepine-5-propanamine, 10,11-dihydro-N-methyl-, monohydrochloride), while the anxiolytic diazepam (7-chloro-1-methyl-5-phenyl-3H-1,4-benzodiazepin-2(1H)-one) served @DRUG$ a control.	Nootropic do drugs try out include @DRUG$ ( 2-oxo-1-pyrrolidineacetamide ) , aniracetam ( 1 -( 4-methoxybenzoyl ) -2-pyrrolidinone ) , the Ampakine , Ampalex , 1 -( quinoxalin-6- ylcarbonyl ) piperidine , and analogue were compare to the antidepressant , fluoxetine ( (+/-)-N-methyl-gamma-( 4 -[ trifluoromethyl ] phenoxy ) -benzenepropanamine ) and desimpramine ( 5H - dibenz [ b , f] azepine-5- propanamine , 10,11-dihydro-N-methyl- , monohydrochloride ) , while the antianxiety drug valium ( 7- chloro-1- methyl-5- phenyl-3H-1,4-benzodiazepin-2( 1H ) - unrivalled ) served @DRUG$ a control .	Nootropic drugs tested include @DRUG$ ( 2-oxo-1-pyrrolidineacetamide monohydrochloride , aniracetam ( 1 -( 4-methoxybenzoyl ) -2-pyrrolidinone 10,11-dihydro-N-methyl- , the Ampakine ( Ampalex , methyl-5- , quinoxalin-6- ylcarbonyl ) were , and analogs piperidine compared to the antidepressants , fluoxetine ( (+/-)-N-methyl-gamma-( 4 -[ trifluoromethyl ] phenoxy ) -benzenepropanamine ) , desimpramine , 5H - dibenz [ b -( f] azepine-5- propanamine and ) , ) ) , while the anxiolytic diazepam ( 7- chloro-1- 1 phenyl-3H-1,4-benzodiazepin-2( 1H ) - one ) served @DRUG$ a control .	Nootropic drugs include @DRUG$ ( 2-oxo-1-pyrrolidineacetamide , aniracetam ( 1 -( 4-methoxybenzoyl ) -2-pyrrolidinone ) , the Ampakine Ampalex , 1 -( quinoxalin-6- ylcarbonyl ) piperidine , and analogs were compared the antidepressants , fluoxetine ( (+/-)-N-methyl-gamma-( 4 -[ trifluoromethyl ] phenoxy -benzenepropanamine and desimpramine ( 5H - [ b , f] azepine-5- propanamine , 10,11-dihydro-N-methyl- , monohydrochloride ) , while the anxiolytic diazepam ( 7- chloro-1- methyl-5- phenyl-3H-1,4-benzodiazepin-2( 1H ) - one ) served @DRUG$ a control	Nootropic drugs tested include @DRUG$ ( 2-oxo-1-pyrrolidineacetamide ) , aniracetam ( 1 -( 4-methoxybenzoyl ) -2-pyrrolidinone ) , the Ampakine ,	1
0	@DRUG$ consistently diminished perennial allergic rhinitis symptoms, reducing the morning-evening instantaneous TSS (P =.005), the morning-evening reflective TSS (P =.007), the morning-evening reflective total nonnasal score (@DRUG$ =.023), and the individual nasal symptom scores for rhinorrhea, nasal itching, sneezing, and postnasal drip/drainage (P =.05 to P =.013) during weeks 1 through 4.	@DRUG$ consistently diminished recurrent allergic rhinitis symptoms , reducing the morning -evening instant TSS ( phosphorus =.005 ) , the morning -evening pensive TSS ( phosphorus =.007 ) , the morning -evening pensive total nonnasal score ( @DRUG$ =.023 ) , and the individual pinched symptom scores for rhinorrhea , pinched itchiness , sneezing , and postnasal drip / drainage ( phosphorus =.05 to phosphorus =.013 ) during weeks 1 through quaternity .	@DRUG$ symptom diminished perennial sneezing rhinitis nonnasal , reducing the morning -evening instantaneous TSS ( itching =.005 ) , the morning -evening , TSS ( P =.007 ) reflective , morning -evening reflective total symptoms score ( @DRUG$ =.023 ) , and the individual nasal for scores consistently rhinorrhea , nasal P the allergic , and postnasal drip / drainage ( P =.05 to P =.013 ) during weeks 1 through 4 .	@DRUG$ diminished perennial allergic rhinitis symptoms , reducing the morning -evening TSS ( P ) , the morning -evening reflective TSS ( P ) , the morning -evening reflective total nonnasal score ( @DRUG$ =.023 , and the nasal symptom scores for rhinorrhea , nasal , sneezing and postnasal / drainage ( P =.05 to P =.013 ) during weeks 1 through 4 .	@DRUG$ consistently diminished perennial allergic rhinitis symptoms , reducing the morning -evening instantaneous TSS ( P =.005 ) , the morning -evening reflective TSS ( P =.007 ) , the morning -evening reflective total nonnasal score ( @DRUG$ =.	0
0	The pharmacokinetics (PK) and dose proportionality of @DRUG$ (ZACTRAN), a novel azalide, after a single intravenous (i.v.) dose of 3 mg/kg or subcutaneous (s.c.) injection at 3, 6 and 9 @DRUG$/kg body weight were studied in 13 male castrate and 13 female Angus cattle.	The pharmacokinetics ( PK ) and dose proportionality of @DRUG$ ( ZACTRAN ) , a novel azalide , after a single intravenous ( i.v. ) dose of 3 atomic number  / kg or subcutaneous ( s.c. ) shot at 3 ,  and niner @DRUG$ / kg body weight were studied in bakers dozen male castrate and bakers dozen female person Angus cattle .	The pharmacokinetics ( PK ) female body proportionality kg @DRUG$ ( kg ) , a novel azalide , after a single intravenous ( i.v. ) dose of 3 mg / ZACTRAN or and ( s.c. ) injection at 3 , 6 and 9 @DRUG$ / of dose weight 13 studied in 13 male castrate subcutaneous were and Angus cattle .	The pharmacokinetics ( PK and dose proportionality of @DRUG$ ( ZACTRAN ) a novel azalide , after a single intravenous ( i.v. ) of 3 mg / kg or subcutaneous ( s.c. ) injection at 3 , 6 and 9 @DRUG$ / kg body weight were studied in 13 male castrate and 13 female Angus cattle .	The pharmacokinetics ( PK ) and dose proportionality of @DRUG$ ( ZACTRAN ) , a novel azalide , after a single intravenous ( i.v. ) dose of 3 mg / kg or subcutaneous ( s.c. ) injection at 3 , 6	1
0	The antiappetite agent @DRUG$ (DEP), and the antidepressant and antismoking aid compound bupropion (BP), not only share the @DRUG$ structural motif but also present similar mechanisms of action in the CNS.	The antiappetite agent @DRUG$ ( DEP ) , and the antidepressant and antismoking assistance heighten bupropion ( BP ) , not only share the @DRUG$ structural motif but also present exchangeable mechanisms of action in the CNS .	The antiappetite agent @DRUG$ ( DEP ) , and the and antidepressant antismoking aid compound similar ) BP ( , not only share the @DRUG$ structural motif but also present bupropion mechanisms of action in the CNS .	The antiappetite agent @DRUG$ ( DEP ) , the and antismoking aid compound bupropion ( BP ) , not only share the @DRUG$ structural motif also present similar mechanisms of action in the .	@DRUG$ and @DRUG$ share a structural motif, and they both have similar mechanisms of action in the CNS.	0
0	This meta-analysis aimed to evaluate the effects of @DRUG$ @DRUG$ an adjunct to LA in BPB during shoulder or upper extremity surgery.	This meta-analysis aimed to evaluate the effects of @DRUG$ @DRUG$ an adjunct to LA in BPB during shoulder or upper appendage surgical operation .	This meta-analysis during to evaluate or effects of @DRUG$ @DRUG$ an adjunct to LA in BPB aimed shoulder the upper extremity surgery .	This aimed to evaluate the effects of @DRUG$ @DRUG$ an to LA in during shoulder or upper extremity surgery .	The study found that using @DRUG$ in addition to LA (local anesthetic) during shoulder or upper extremity surgery resulted in a significant decrease in BPB (blood pressure).	1
0	The bursa anlage failed to develop in @DRUG$ embryos injected with 5 micrograms @DRUG$ on the 5th day of embryonation.	The bursa anlage failed to formulate in @DRUG$ embryos injected with 5 micrograms @DRUG$ on the fifth day of embryonation .	The bursa anlage failed to micrograms in @DRUG$ embryos injected with 5th develop @DRUG$ on the 5 day of embryonation .	The bursa anlage failed to develop in @DRUG$ embryos injected with 5 micrograms @DRUG$ on the 5th day of embryonation	If you inject embryos with @DRUG$ on the 5th day of embryonation, the bursa anlage will fail to develop.	1
1	The mean AUC for nasal airflow over 6 hours was significantly greater with @DRUG$ compared with placebo in 3 studies (P < 0.05); placebo-controlled trials of fexofenadine and @DRUG$ had similar results.	The mean value AUC for nasal airflow over 6 hours was significantly greater with @DRUG$ equate with placebo in 3 studies ( P < 0.05 ) ; placebo-controlled trials of fexofenadine and @DRUG$ had similar ensue .	The mean AUC for nasal airflow over 6 hours was 0.05 greater and @DRUG$ compared with placebo in 3 studies ) P < significantly ( ; placebo-controlled trials of fexofenadine with @DRUG$ had similar results .	The mean AUC for nasal airflow over 6 hours was significantly greater with @DRUG$ compared with placebo 3 studies ( P < 0.05 ) placebo-controlled trials of fexofenadine and @DRUG$ had similar results .	The mean AUC for nasal airflow over 6 hours was significantly greater with @DRUG$ compared with placebo in 3 studies ( P < 0.05 ); placebo-controlled trials of fexofenadine and @DRUG$ had similar results ."In other words, DRUGA is more	0
0	The most reactive residues are cysteine, methionine, and @DRUG$ and, to a lesser degree, aspartic acid, @DRUG$, tyrosine, lysine, serine, and threonine.	The most reactive residue are cysteine , methionine , and @DRUG$ and , to a less academic degree , aspartic acid , @DRUG$ , tyrosine , lysine , serine , and threonine .	The most reactive residues , cysteine , methionine , and @DRUG$ , are to a lesser degree , aspartic acid , @DRUG$ , tyrosine and lysine serine , , and threonine .	The reactive residues are cysteine , methionine , and @DRUG$ and , to a lesser aspartic acid , @DRUG$ , tyrosine , lysine , , and threonine .	The most reactive residues are cysteine, methionine, and @DRUG$, and to a lesser degree, aspartic acid, @DRUG$, tyrosine, lysine, serine, and threonine.	0
1	After pretreatment with the P450 2E1 inducer @DRUG$, five groups of 10 rats breathed 1.25 minimum alveolar anesthetic concentration (MAC) of halothane, enflurane, isoflurane, or desflurane in oxygen, or oxygen alone, each for 8 h. Immunochemical analysis of livers harvested 18 h after anesthetic exposure showed tissue acylation (greatest to least) after exposure to @DRUG$, enflurane, or isoflurane.	After pretreatment with the P450 2E1 inducer @DRUG$ , five groups of 10 rats breathed 1.25 lower limit alveolar anesthetic denseness ( mac ) of halothane , enflurane , isoflurane , or desflurane in oxygen , or oxygen unequalled , each for eighter from decatur h. Immunochemical analysis of liver harvested 18 h after anesthetic exposure showed tissue acylation ( greatest to to the lowest degree ) after exposure to @DRUG$ , enflurane , or isoflurane .	After pretreatment with the P450 2E1 inducer @DRUG$ or five MAC isoflurane 10 after breathed 1.25 minimum alveolar anesthetic concentration ( groups ) of halothane , enflurane , isoflurane 8 of desflurane in oxygen , or h alone , each for , h. Immunochemical analysis of livers harvested 18 oxygen after anesthetic exposure showed tissue acylation ( greatest to least ) rats exposure to @DRUG$ , enflurane , or , .	After pretreatment with the P450 2E1 inducer @DRUG$ , five groups 10 rats breathed 1.25 minimum alveolar anesthetic concentration MAC ) of halothane , enflurane , isoflurane , or in oxygen , or oxygen alone , for 8 h. Immunochemical analysis of livers harvested 18 h after anesthetic exposure showed tissue acylation ( greatest to least ) after exposure to @DRUG$ , enflurane , or isoflurane .	After pretreatment with the P450 2E1 inducer @DRUG$, the livers of rats exposed to different anesthetics showed tissue acylation (greatest to least) after exposure to @DRUG$, enflurane, or isoflurane.	0
0	We demonstrate that the phloroglucinol derivative @DRUG$ is not only the major lipophilic chemical constituent of the medicinal plant Hypericum perforatum (St. John's wort) but also a potent uptake inhibitor of @DRUG$ (5-HT), dopamine (DA), noradrenaline (NA), GABA and L-Glutamate with IC50 values of about 0.05-0.10 microg/ml (5-HT, NA, DA, GABA) and about 0.5 microg/ml (L-glutamate) in synaptosomal preparations.	We exhibit that the phloroglucinol derivative @DRUG$ is not only the major lipophilic chemical constituent of the medicative flora Hypericum perforatum ( St. John 's wort ) but also a potent uptake inhibitor of @DRUG$ ( 5 - HT ) , intropin ( DA ) , norepinephrine ( NA ) , gaba and L-Glutamate with IC50 economic value of about 0.05 - 0.10 microg / milliliter ( 5 - HT , NA , DA , gaba ) and about 0.5 microg / milliliter ( L-glutamate ) in synaptosomal preparations .	, demonstrate - the phloroglucinol derivative @DRUG$ is not ) the the lipophilic chemical constituent of major medicinal plant Hypericum perforatum ( St. John 's wort ) but also a potent uptake inhibitor ( @DRUG$ ( 5 0.10 HT ) , dopamine , DA ) - noradrenaline of NA only , GABA and L-Glutamate with IC50 values of about 0.05 - that microg / ml ( 5 We HT , NA ( DA , GABA ) and about 0.5 microg / ml ( L-glutamate ) in synaptosomal preparations .	We demonstrate that the phloroglucinol derivative @DRUG$ not only major lipophilic chemical constituent of the medicinal plant Hypericum perforatum ( St. John 's wort ) but also a potent uptake inhibitor of @DRUG$ ( 5 - HT ) , dopamine ( DA ) ( ) , GABA and L-Glutamate with IC50 values of about 0.05 - 0.10 microg / ml ( 5 - HT , NA , DA , GABA ) and about 0.5 microg / ml ( L-glutamate ) in synaptosomal preparations .	@DRUG$ is a potent uptake inhibitor of @DRUG$ (5-HT, dopamine, noradrenaline, GABA and L-Glutamate) with IC50 values of about 0.05-0.10 microg/ml (5-HT, NA, DA, GABA)	0
0	In a Phase III trial comparing @DRUG$ and capecitabine with @DRUG$ alone in women with HER2-positive, locally advanced breast cancer or MBC that had progressed after treatment with an anthracycline, a taxane, and trastuzumab, the combination of lapatinib and capecitabine was associated with a numeric improvement in response rate compared with capecitabine alone (22% vs 14%, respectively; P = NS) and a significant increase in time to progression (6.2 vs 4.3 months; hazard ratio = 0.57; 95% CI, 0.43-0.77; P < 0.001).	atomic number  a Phase III trial comparing @DRUG$ and capecitabine with @DRUG$ alone in womanhood with HER2 - positive , locally advanced breast malignant neoplastic disease or MBC that had progressed after treatment with an anthracycline , a taxane , and trastuzumab , the compounding of lapatinib and capecitabine was associate with a numeric improvement in response place compared with capecitabine alone ( twenty two % vs 14 % , respectively ; P = n ) and a significant increase in time to patterned advance ( 6.2 vs 4.3 months ; hazard ratio = 0.57 ; ninety five % CI , 0.43-0.77 ; P < 0.001 ) .	progression a , III trial comparing @DRUG$ and 14 with @DRUG$ alone in women with HER2 - positive , locally advanced breast cancer or MBC In had progressed after treatment with an anthracycline , P taxane , and trastuzumab , the combination ) lapatinib and capecitabine was associated with a numeric improvement in response rate compared with capecitabine alone ( 22 % vs CI = Phase respectively ; < % NS ) and a = increase in time to that ( 6.2 vs 4.3 months ; hazard ratio significant 0.57 ; 95 % capecitabine , 0.43-0.77 ; a P 0.001 of .	In a Phase III comparing @DRUG$ and capecitabine with @DRUG$ alone in with HER2 - positive , locally advanced breast cancer or MBC that had after treatment with an anthracycline taxane , and trastuzumab , the combination of lapatinib and capecitabine was associated with a numeric improvement in response rate compared with alone ( 22 vs 14 % , respectively ; P = ) and a significant increase time to progression ( 6.2 vs 4.3 ; hazard ratio = 0.57 ; 95 % CI , 0.43-0.77 ; P < 0.001 ) .	In a Phase III trial comparing @DRUG$ and capecitabine with @DRUG$ alone in women with HER2 - positive , locally advanced breast cancer or MBC that had progressed after treatment with an anthracycline , a taxane , and trastuzumab , the combination	0
0	Significant decreases from baseline to day 14 were observed in mean 4-hour PPG after breakfast with alogliptin 25 @DRUG$ (-32.5 mg/dL; P=0.008), 100 mg (-37.2; P=0.002), and 400 mg (-65.6 mg/dL; @DRUG$<0.001) compared with placebo (+8.2 mg/dL).	Significant decreases from service line to sidereal day  were maintain in miserly 4 - hour PPG after breakfast with alogliptin 25 @DRUG$ ( -32.5 mg / decilitre ; P=0.008 ) , 100 mg ( - 37.2 ; P=0.002 ) , and 400 mg ( - 65.6 mg / decilitre ; @DRUG$ < 0.001 ) compared with placebo ( + 8.2 mg / decilitre ) .	Significant decreases from baseline to day 14 ) observed in mean ; - hour PPG after breakfast with alogliptin 25 @DRUG$ ( -32.5 mg / dL ; P=0.008 ) ( ( mg ( - 37.2 4 P=0.002 8.2 , and 400 mg , - mg mg / dL ; @DRUG$ < 0.001 ) compared with placebo 100 + were 65.6 / dL ) .	Significant decreases from baseline to day 14 were observed in mean 4 - hour PPG after breakfast with alogliptin 25 @DRUG$ -32.5 mg dL ; P=0.008 ) , mg ( - 37.2 ; P=0.002 ) , and 400 mg ( - 65.6 mg / dL @DRUG$ < 0.001 ) compared with placebo ( + 8.2 mg / dL ) .	Significant decreases from baseline to day 14 were observed in mean 4 - hour PPG after breakfast with alogliptin 25 @DRUG$ ( -32.5 mg / dL ; P=0.008 ) , 100 mg ( - 37.2 ; P=0.002 ) ,	1
1	@DRUG$ is a CNS stimulant that is thought to block the reuptake of @DRUG$ and noradrenaline (norepinephrine) into the presynaptic neuron.	@DRUG$ is a systema nervosum centrale stimulant that is thought to block the reuptake of @DRUG$ and norepinephrine ( norepinephrine ) into the presynaptic neuron .	@DRUG$ is noradrenaline CNS stimulant that is thought to block a reuptake of @DRUG$ and the ( norepinephrine ) into the presynaptic neuron .	@DRUG$ is a CNS stimulant that is thought to block the reuptake of @DRUG$ and noradrenaline ( norepinephrine ) into the presynaptic neuron .	@DRUG$ is a CNS stimulant that blocks the reuptake of @DRUG$ and norepinephrine into the presynaptic neuron.	0
0	The non-@DRUG$ @DRUG$(A) receptor modulators ('Z-drugs') - zaleplon, zolpidem, zopiclone and eszopiclone - have become the accepted treatments for insomnia where they are available.	The non-@DRUG$ @DRUG$ ( A ) sensory receptor modulators ( ' Z- drugs ' ) - zaleplon , zolpidem , zopiclone and eszopiclone - have become the accept treatments for insomnia where they are useable .	they non-@DRUG$ @DRUG$ ( A ) receptor modulators ( ' Z- drugs ' ) - and , - , zopiclone zaleplon eszopiclone zolpidem have become the accepted treatments for insomnia where The are available .	The non-@DRUG$ @DRUG$ ( A ) receptor modulators ( ' Z- drugs ' ) - zolpidem , zopiclone and eszopiclone - become the accepted treatments for insomnia where they are available .	The non-@DRUG$ @DRUG$ ( A ) receptor modulators ( ' Z- drugs ' ) - zaleplon , zolpidem , zopiclone and eszopiclone - are the accepted treatments for insomnia where they are available .	0
1	There was no consistent effect on reduction of @DRUG$ overload between all treatment comparisons, with the exception of urinary iron excretion in comparisons of @DRUG$ with desferrioxamine.	There was no consistent effect on reduction of @DRUG$ overload between all handling comparisons , with the exception of urinary iron out excretion in comparisons of @DRUG$ with desferrioxamine .	There was in consistent effect between reduction of @DRUG$ overload on all treatment comparisons , with the exception of urinary iron excretion no comparisons of @DRUG$ with desferrioxamine .	There was consistent effect on reduction of @DRUG$ overload between all comparisons , with the exception of excretion in comparisons of @DRUG$ with desferrioxamine .	There was no consistent effect on reduction of @DRUG$ overload between all treatment comparisons.	1
0	Pharmaceutical companies have developed targeted therapies such @DRUG$ trastuzumab and @DRUG$ for human epidermal growth factor receptor (HER)2/neu-positive tumors, while others have developed antiepidermal growth factor receptor (EGFR) therapies, such as tarceva and erbitux for EGFR-positive tumors.	Pharmaceutical company have developed targeted therapy such @DRUG$ trastuzumab and @DRUG$ for man epidermal growth factor receptor ( HER ) 2 / neu-positive tumors , while others have developed antiepidermal growth factor receptor ( EGFR ) therapy , such as tarceva and erbitux for EGFR - prescribed tumors .	Pharmaceutical companies have developed targeted therapies such @DRUG$ trastuzumab and @DRUG$ have ( epidermal growth factor receptor ( erbitux ) 2 / neu-positive tumors , while others for developed antiepidermal such factor receptor human EGFR ) therapies , growth as tarceva and HER for EGFR - positive tumors .	Pharmaceutical companies have developed targeted therapies such @DRUG$ trastuzumab and @DRUG$ for human epidermal growth factor ( HER ) 2 / neu-positive tumors , while have developed antiepidermal factor receptor ( EGFR ) therapies , such as tarceva and - positive tumors .	Pharmaceutical companies have developed targeted therapies such as trastuzumab ( @DRUG$ ) and for human epidermal growth factor receptor ( HER ) 2 / neu-positive tumors , while others have developed antiepidermal growth factor receptor ( EGFR ) therapies such as tar	1
0	The penetration and retention of five commonly used sunscreen agents (avobenzone, octinoxate, @DRUG$, @DRUG$ and padimate O) in human skin was evaluated after application in mineral oil to isolated human epidermal membranes.	The penetration and retentiveness of five commonly used sunscreen agents ( avobenzone , octinoxate , @DRUG$ , @DRUG$ and padimate O ) in human skin was pass judgment after lotion in mineral oil to isolated human epidermal membranes .	The penetration and retention used , epidermal of sunscreen agents ( avobenzone , octinoxate , @DRUG$ five @DRUG$ and padimate O ) in human skin was evaluated after application in mineral oil to isolated human commonly membranes .	The penetration and retention of commonly used sunscreen agents ( avobenzone , octinoxate , @DRUG$ , @DRUG$ ) in human skin was evaluated after application in oil isolated human epidermal membranes .	The penetration and retention of five commonly used sunscreen agents ( avobenzone , octinoxate , @DRUG$ , @DRUG$ and padimate O ) in human skin was evaluated after application in mineral oil to isolated human epidermal membranes ."DRUGA is a sunscreen agent	0
1	@DRUG$, diflunisal, diclofenac and indomethacin inhibited 4-MUG competitively with @DRUG$ values of 0.0275, 0.710, 53.3 and 69.9 microM, respectively, being similar to each IC50 value.	@DRUG$ , diflunisal , diclofenac and indocin inhibited quartet - MUG competitively with @DRUG$ values of 0.0275 , 0.710 , 53.3 and 69.9 microM , severally , being similar to each IC50 value .	@DRUG$ , diflunisal of diclofenac and MUG inhibited 4 - indomethacin competitively with @DRUG$ values being 0.0275 , 0.710 , 53.3 and 69.9 microM , respectively , , similar to each IC50 value .	@DRUG$ diflunisal , diclofenac and indomethacin inhibited 4 - MUG with @DRUG$ values of 0.0275 0.710 , 53.3 and 69.9 , respectively , being similar to each IC50 value .	@DRUG$ is a drug that inhibits the activity of @DRUG$, with an IC50 value of 0.0275 microM.	0
0	@DRUG$ (XL-184) is a potent inhibitor of MET, VEGFR 2/KDR, RET and other receptor tyrosine kinases, such @DRUG$ KIT, AXL and FLT3.	@DRUG$ ( XL - 184 ) is a potent inhibitor of converge , VEGFR 2 / KDR , RET and other sensory receptor tyrosine kinase , such @DRUG$ KIT , AXL and FLT3 .	@DRUG$ ( AXL KDR 184 ) is a potent inhibitor of MET , VEGFR 2 / - , RET and other receptor tyrosine kinases , such @DRUG$ KIT , XL and FLT3 .	@DRUG$ ( XL - 184 ) is a potent inhibitor MET , VEGFR 2 / KDR , RET and other receptor tyrosine kinases , such @DRUG$ KIT , AXL and FLT3 .	@DRUG$ is a powerful inhibitor of MET, VEGFR2/KDR, RET, and other receptor tyrosine kinases, such as @DRUG$ KIT, AXL, and FLT3.	0
0	However, high doses of cimetidine, quinine, @DRUG$, and @DRUG$-aminohippuric acid had no effect on the renal excretion of alendronate, suggesting that alendronate is not secreted by anionic or cationic transport systems.	However , high doses of cimetidine , quinine , @DRUG$ , and @DRUG$ - aminohippuric acid had no effect on the renal excretion of alendronate , paint a picture that alendronate is not secreted by anionic detergent or cationic send systems .	However renal high doses of cimetidine by quinine , @DRUG$ , and @DRUG$ - aminohippuric acid cationic no effect on the , excretion of alendronate , suggesting that alendronate is not secreted , anionic or had transport systems .	However , high doses cimetidine , , @DRUG$ , and @DRUG$ - aminohippuric acid had no effect the renal excretion of alendronate , suggesting that alendronate is not secreted by anionic or cationic transport systems .	However, high doses of cimetidine, quinine, @DRUG$, and @DRUG$ - aminohippuric acid had no effect on the renal excretion of alendronate, suggesting that alendronate is not secreted by anionic or cationic	0
0	The administration of vehicle, ortho-eugenol (50, 75 and 100mg/kg i.@DRUG$.), @DRUG$ (6mg/kg, i.p.) or dexamethasone (2mg/kg, s.c.) occurred 30min before the completion of pharmacological tests.	The administration of vehicle , ortho-eugenol ( fifty , 75 and 100mg / kg i.@DRUG$ . ) , @DRUG$ ( 6mg / kg , i.p. ) or dexamethasone intensol ( 2mg / kg , s.c. ) go on 30 fukien before the completion of pharmacological tests .	completion 75 of vehicle , ortho-eugenol ) 50 , administration and 100mg / kg i.@DRUG$ . the , @DRUG$ ( 6mg / kg , i.p. ) or dexamethasone ( 2mg / kg , s.c. ) occurred 30 min before ( The of pharmacological tests .	The administration of vehicle ortho-eugenol ( 50 , 75 and 100mg / kg i.@DRUG$ . , @DRUG$ ( 6mg / kg , i.p. ) or dexamethasone 2mg / kg , ) occurred min before the completion of tests .	The administration of vehicle, ortho-eugenol (50, 75 and 100mg/kg i.@DRUG$.), @DRUG$ (6mg/kg, i.p.) or dexamethasone (2mg/kg, s.c.) occurred 30 min before the	0
1	Quality and consistency rating were as follows: @DRUG$ (***/***), deracoxib (**/***), @DRUG$ (*/unable to rate), firocoxib (***/**), ketoprofen (**/***), meloxicam (***/***), and robenacoxib (**/**), respectively.	Quality and consistence military rating were as observe : @DRUG$ ( ***/*** ) , deracoxib ( **/*** ) , @DRUG$ ( * / ineffectual to rate ) , firocoxib ( ***/** ) , ketoprofen ( **/*** ) , meloxicam ( ***/*** ) , and robenacoxib ( **/** ) , severally .	Quality and consistency rating were as follows : @DRUG$ ( ***/*** ) ) deracoxib ( **/*** ) , @DRUG$ ( * / unable to rate ) , firocoxib ( ***/** , , ketoprofen meloxicam **/*** ) , ( ( ***/*** ) , and robenacoxib ( **/** ) , respectively .	Quality consistency rating were as follows : @DRUG$ ***/*** , deracoxib ( **/*** ) , @DRUG$ ( * unable to rate ) , firocoxib ( ***/** ) , ketoprofen ( **/*** ) , meloxicam ( ***/*** ) , and robenacoxib ( **/** ) , respectively .	@DRUG$ is of better quality and consistency than deracoxib, @DRUG$ is of lower quality and consistency than firocoxib, ketoprofen, meloxicam, and robenacoxib, respectively.	0
0	The difference between the two groups was not statistically significant, confirming the hypothesis of the study that @DRUG$ is as effective @DRUG$ diclofenac.	The remainder between the two groups was not statistically significant , verificatory the hypothesis of the study that @DRUG$ is as effective @DRUG$ diclofenac .	The difference between the two groups was not statistically that , the confirming hypothesis of the study significant @DRUG$ is as effective @DRUG$ diclofenac .	The between the two groups was not statistically significant , confirming the hypothesis of the that @DRUG$ is effective @DRUG$ diclofenac .	There is no significant difference between the two groups, meaning that @DRUG$ is just as effective as @DRUG$ diclofenac .	0
0	Low-dose CsA for 7 days and @DRUG$ for 30 days prolonged graft survival (45.0+/-4.7 days; @DRUG$<0.01 vs. all groups.)	Low - dose CsA for vii days and @DRUG$ for 30 days prolonged graft selection ( 45.0+/-4.7 days ; @DRUG$ < 0.01 vs. all groups . )	Low - dose CsA for 7 days and @DRUG$ . 30 days prolonged graft survival ( 45.0+/-4.7 days ; @DRUG$ < 0.01 vs. for groups all )	Low - dose CsA for 7 days and @DRUG$ days prolonged graft survival ( days ; @DRUG$ < 0.01 vs. groups .	Low - dose CsA for 7 days and @DRUG$ for 30 days prolonged graft survival ( 45.0+/-4.7 days ; @DRUG$ < 0.01 vs. all groups . )"DRUGA is more effective than DRUGB at prolonging graft	0
0	The aim of these studies was to compare the pharmacokinetics, pharmacodynamics, counterregulatory hormone and symptom responses, as well as cognitive function during hypoglycaemia induced by s.c. injection of 0.15 IU/kg of regular @DRUG$ (HI) and the monomeric insulin analogue [@DRUG$(B28),Pro (B29)] (MI) in insulin-dependent-diabetic (IDDM) subjects.	The train of these discipline was to equivalence the pharmacokinetics , pharmacodynamics , counterregulatory hormone and symptom reply , as good as cognitive function during hypoglycaemia induced by s.c. injection of 0.15 IU / kg of fixture @DRUG$ ( HI ) and the monomeric insulin analogue [ @DRUG$ ( B28 ) , Pro ( B29 ) ] ( MI ) in insulin-dependent - diabetic ( IDDM ) subjects .	The aim of these studies was to compare the pharmacokinetics , pharmacodynamics , counterregulatory hormone and , - symptom as well as cognitive function during hypoglycaemia induced by Pro injection of 0.15 IU / kg of regular @DRUG$ ( HI ) IDDM the monomeric insulin analogue [ @DRUG$ ( B28 ) , s.c. ( B29 ) ] ( MI ) in insulin-dependent diabetic responses ( ) and subjects .	The these studies compare the pharmacokinetics , pharmacodynamics , hormone and symptom responses as well as cognitive function during hypoglycaemia induced by s.c. injection of 0.15 IU / kg of regular @DRUG$ ( ) and the monomeric analogue [ @DRUG$ ( B28 ) ( B29 ) ] ( MI ) in insulin-dependent - diabetic ( IDDM ) subjects .	The aim of these studies was to compare the pharmacokinetics ( how the drug is absorbed, distributed, metabolized, and excreted ), pharmacodynamics ( the drug's effects on the body ), counterregulatory hormone and symptom responses ( how the body responds to the drug ), as well as cognitive	1
1	@DRUG$ inhibited binding of radioligands to clonal cell lines transfected with human NE, serotonin (5-HT) and dopamine (DA) transporters with dissociation constants (@DRUG$(i)) values of 5, 77 and 1451 nM, respectively, demonstrating selectivity for NE transporters.	@DRUG$ inhibited binding of radioligands to clonal cadre lines transfected with human NE ,  hydroxytryptamine ( little phoebe - HT ) and dopamine ( DA ) transporters with dissociation constants ( @DRUG$ ( i ) ) values of little phoebe , seventy seven and 1451 nM , respectively , exhibit selectivity for NE transporters .	@DRUG$ inhibited binding of radioligands to clonal - lines transfected with human NE , serotonin ( 5 respectively HT ) and constants ( , ) transporters with dissociation dopamine ( @DRUG$ ( i ) ) values of 5 for 77 and 1451 nM DA cell , demonstrating selectivity , NE transporters .	@DRUG$ inhibited binding of radioligands to clonal cell lines transfected with human NE , serotonin ( 5 - HT ) and dopamine ( DA ) transporters with dissociation constants @DRUG$ ( i ) ) values of , 77 and 1451 , respectively , demonstrating selectivity for NE transporters .	@DRUG$ inhibited binding of radioligands to clonal cell lines transfected with human NE , serotonin ( 5 - HT ) and dopamine ( DA ) transporters with dissociation constants ( @DRUG$ ( i ) ) values of 5 , 77 and 1451 nM , respectively	0
0	RESULTS: Renzapride reduced mean overall gastrointestinal transit time (placebo, 2.9 +/- 1.6 days; @DRUG$ 2 @DRUG$ o.d., 2.6 +/- 1.4 days; renzapride 2 mg b.d., 1.9 +/- 1.6 days) (P = 0.024) and accelerated segmental colonic transit, with statistically significant differences for renzapride 2 mg b.d. over placebo in caecum/ascending colon (P = 0.019) and descending colon (P = 0.022).	effect : Renzapride concentrate mean overall gi transit sentence ( placebo , 2.9 +/- 1.6 days ; @DRUG$ 2 @DRUG$ o.d. , 2.6 +/- 1.4 days ; renzapride 2 mg b.d. , 1.9 +/- 1.6 days ) ( phosphorus = 0.024 ) and accelerated segmental colonic transit , with statistically significant differences for renzapride 2 mg b.d. over placebo in blind gut / go up colon ( phosphorus = 0.019 ) and descending colon ( phosphorus = 0.022 ) .	days : Renzapride reduced mean b.d. gastrointestinal transit 0.022 ( placebo , 2.9 +/- 1.6 days ; @DRUG$ 2 @DRUG$ o.d. , 2.6 +/- 1.4 days ; renzapride 2 mg b.d. , 1.9 +/- 0.024 RESULTS ) colon P = 0.019 ) and accelerated segmental colonic transit , with statistically significant differences for renzapride 2 mg overall time placebo in caecum / ascending ( ( P = 1.6 ) and descending colon ( P = over ) .	RESULTS : Renzapride reduced mean overall gastrointestinal transit time ( placebo , 2.9 +/- 1.6 days ; @DRUG$ 2 @DRUG$ o.d. 2.6 +/- 1.4 ; renzapride 2 mg b.d. , 1.9 +/- 1.6 days ) ( P = ) and accelerated segmental colonic transit , with differences for renzapride 2 mg b.d. over placebo caecum / ascending colon ( P = 0.019 ) descending colon ( P 0.022 .	Renzapride reduced mean overall gastrointestinal transit time ( placebo , 2.9 +/- 1.6 days ; @DRUG$ 2 @DRUG$ o.d. , 2.6 +/- 1.4 days ; renzapride 2 mg b.d. , 1.9 +/- 1.	0
0	Depletion of intracellular @DRUG$ potentiated (P=0.035) and the addition of antioxidant N-acetylcysteine attenuated (@DRUG$=0.002) cell death, suggesting that the intracellular redox state influences motexafin lutetium action.	Depletion of intracellular @DRUG$ potentiated ( P=0.035 ) and the accession of antioxidant N-acetylcysteine attenuated ( @DRUG$=0.002 ) cell death , suggesting that the intracellular redox state influences motexafin lu natural action .	Depletion and intracellular potentiated @DRUG$ ( P=0.035 ) of the addition of antioxidant N-acetylcysteine attenuated ( @DRUG$=0.002 suggesting cell death , ) that the intracellular redox state influences motexafin lutetium action .	Depletion of intracellular @DRUG$ potentiated ( P=0.035 ) and the addition of antioxidant attenuated ( @DRUG$=0.002 ) cell death , suggesting that the intracellular redox state motexafin lutetium .	Depletion of intracellular @DRUG$ potentiated (made worse) and the addition of antioxidant N-acetylcysteine attenuated (made better) cell death , suggesting that the intracellular redox state influences motexafin lutetium action .	1
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, @DRUG$, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzocaine, @DRUG$-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and chloroxylenol.	During the same period of examine , there were meaning decreases in positivity pace to neomycin , aroma mix I , formaldehyde , thiuram mix , cinnamic aldehyde , @DRUG$ , epoxy rosin , diazolidinyl carbamide , amidoamine , ethylenediamine , ethyl aminobenzoate , @DRUG$ - tert- butylphenol formaldehyde rosin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde rosin , budesonide , disperse blue 106 , mercapto mix , and chloroxylenol .	During the , period of decreases blue there formaldehyde significant study in positivity rates to neomycin , fragrance mix I , , , thiuram mix , and aldehyde , @DRUG$ , epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine same @DRUG$ mercaptobenzothiazole tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine were glutaraldehyde , - , tosylamide formaldehyde resin , budesonide , disperse , 106 , mercapto mix , cinnamic chloroxylenol .	During the same period of study , there were significant decreases in positivity to neomycin , fragrance mix , formaldehyde , thiuram mix cinnamic aldehyde , @DRUG$ , epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine , @DRUG$ - tert- butylphenol formaldehyde resin hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , disperse blue 106 , mercapto mix , and chloroxylenol .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, @DRUG$, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzoc	1
0	@DRUG$ chloride (CAS 522-51-0) and povidone @DRUG$ (CAS 25655-41-8) are known as antiseptic agents and used in the local treatment of vaginal infections.	@DRUG$ chloride ( CAS 522-51 - 0 ) and povidone @DRUG$ ( CAS 25655 - 41 - 8 ) are love as antiseptic agents and used in the local anesthetic treatment of vaginal transmission .	@DRUG$ chloride CAS antiseptic 522-51 - 0 ) and povidone @DRUG$ ( in 25655 - 41 - 8 ) are known as ( agents and used CAS the local treatment of vaginal infections .	@DRUG$ chloride ( CAS 522-51 - 0 ) povidone @DRUG$ ( CAS - 41 - 8 ) are as antiseptic agents and used in the local treatment of vaginal infections .	@DRUG$ is an antiseptic agent that is used in the local treatment of vaginal infections, while @DRUG$ is a povidone that is also used as an antiseptic agent.	0
0	Pretreatment of cells with PJ34, a PARP1 inhibitor prevented the cells from undergoing cell death and preserved intracellular @DRUG$ and @DRUG$ levels.	Pretreatment of cells with PJ34 , a PARP1 inhibitor prevented the cells from undergo cell end and preserved intracellular @DRUG$ and @DRUG$ levels .	Pretreatment of cells with preserved , a from inhibitor prevented the cells PARP1 undergoing cell death and PJ34 intracellular @DRUG$ and @DRUG$ levels .	of with PJ34 , a PARP1 inhibitor prevented the cells from undergoing and preserved intracellular @DRUG$ and @DRUG$ levels .	Pretreatment of cells with PJ34 , a PARP1 inhibitor prevented the cells from undergoing cell death and preserved intracellular @DRUG$ and @DRUG$ levels ."Pretreatment of cells with PJ34 prevented the cells from dying and preserved the levels of DRUGA and DR	0
0	The utilization of L-tyrosine or L-dopa as the substrate suggests a mechanism involving competition with arbutin for the @DRUG$-@DRUG$ binding site at the active site of tyrosinase.	The usage of L-tyrosine or L-dopa as the substrate suggests a mechanism involving challenger with arbutin for the @DRUG$ - @DRUG$ binding web site at the active web site of tyrosinase .	The utilization of L-tyrosine the L-dopa substrate the as suggests a mechanism involving at with arbutin for the @DRUG$ - @DRUG$ binding site competition or active site of tyrosinase .	The utilization or L-dopa as substrate a mechanism with arbutin the @DRUG$ - @DRUG$ binding site at the active site of tyrosinase .	L-tyrosine or L-dopa compete with arbutin for the binding site at the active site of tyrosinase.	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, @DRUG$, @DRUG$, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This issue focusing on the succeed natural selection of do drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , fecal matter - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA- TRICOM , @DRUG$ , @DRUG$ , clofarabine , nil ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( actuate ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , irofulven , single - 1018 ; Lasofoxifene tartrate , larodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce b , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort educe , sunitinib malate ; Tadalafil , tanaproget , taxus , tiotropium cliche , treprostinil atomic number  ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	, issue pramlintide on the following , ( drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine , ; , , tartrate - 214662 , bortezomib , bosentan This Calcipotriol / selection dipropionate , CEA- TRICOM , @DRUG$ , @DRUG$ , , ISS peginterferon ; Dalbavancin , Ximelagatran alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone ) ethinylestradiol , drotrecogin alfa ( activated ) beta-Methyl-6-chloromelatonin duloxetine ; hydrochloride dutasteride ; Ecogramostim , efalizumab clofarabine ertapenem sodium , escitalopram oxalate , hydrochloride ; Fenretinide , Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate / indiplon , iodine of i131 , tositumomab , irofulven , , - 1018 ; Lasofoxifene BMS ; levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , Cypher alfa - 2 b , phVEGF - A165 , pimecrolimus , focuses acetate ; Taxus , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil hydrochloride tanaproget betamethasone Rasburicase , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil eszopiclone hydrate ; darbepoetin ; Zileuton .	This issue focuses on the following selection drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib bosentan ; Calcipotriol / betamethasone dipropionate , CEA- TRICOM , @DRUG$ , @DRUG$ , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem , escitalopram oxalate eszopiclone ; ; Gefitinib , gestodene , ghrelin ( human ; hMaxi -K , human papillomavirus vaccine Imatinib mesylate , indiplon iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; tartrate , levodopa / carbidopa / entacapone , liposomal ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon - 2a , peginterferon alfa - b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. Wort extract , sunitinib malate ; Tadalafil , tanaproget , , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	@DRUG$ shows a short half-life of about 0.55 h and a small volume of distribution of 0.133 @DRUG$/kg.	@DRUG$ shows a short half - life of about 0.55 h and a humble volume of distribution of 0.133 @DRUG$ / kilogram .	@DRUG$ shows a a half - life of about 0.55 h and short of volume small distribution of 0.133 @DRUG$ / kg .	@DRUG$ shows a short - life of about 0.55 h and small volume of distribution 0.133 @DRUG$ / kg .	@DRUG$ is quickly eliminated from the body, and has a limited distribution in the body.	1
0	METHODS: All infants from both trials who were randomly assigned to administration of @DRUG$ (175 mg/kg), colfosceril palmitate (67.5 @DRUG$/kg), beractant (100 mg/kg), or poractant alfa (175 mg/kg) were prospectively followed through 1 year corrected age, at which point masked assessment of outcomes was performed for surviving infants.	METHODS : All infants from both trials who were arbitrarily assigned to administration of @DRUG$ ( one hundred seventy five mg / kg ) , colfosceril palmitate ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or poractant alfa ( one hundred seventy five mg / kg ) were prospectively followed through one yr objurgate mature , at which point masked assessment of consequence was performed for surviving infants .	age : All infants from both trials who were randomly assigned to administration of @DRUG$ ( 175 mg / colfosceril , ( kg palmitate ( 67.5 @DRUG$ / kg ) mg beractant ( 100 ) / kg ) , , poractant alfa or 175 mg / kg ) were prospectively followed through 1 year corrected which , at METHODS point masked assessment of outcomes was performed for surviving infants .	METHODS : All infants from both trials who were randomly assigned to administration of @DRUG$ ( 175 mg / kg ) , colfosceril palmitate ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or poractant alfa ( mg / kg ) were prospectively followed through 1 corrected age , at point masked assessment of outcomes was performed for surviving infants	All infants from both trials who were randomly assigned to administration of @DRUG$ ( 175 mg / kg ) , colfosceril palmitate ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or poractant alfa ( 175 mg	0
0	Hematologic adverse effects-grade 3/4 neutropenia (40.2% vs 5.3%; P < 0.001), febrile neutropenia (12.7% vs 1.9%; P < 0.001), and neutropenic infections (3.3% vs 0%; P = 0.004)-were significantly greater in the docetaxel-treated patients than in the pemetrexed-treated patients, @DRUG$ was alopecia (37.7% vs 6.4%; @DRUG$ < 0.001).	Hematologic contrary consequence - score 3/4 neutropenia ( 40.2 % atomic number  5.3 % ; phosphorus < 0.001 ) , febrile neutropenia ( 12.7 % atomic number  1.9 % ; phosphorus < 0.001 ) , and neutropenic contagion ( 3.3 % atomic number  0 % ; phosphorus = 0.004 ) - were significantly greater in the docetaxel - regale affected role than in the pemetrexed - regale affected role , @DRUG$ was alopecia ( 37.7 % atomic number  6.4 % ; @DRUG$ < 0.001 ) .	Hematologic adverse effects - grade greater neutropenia ( 40.2 % vs 5.3 % ; P 1.9 0.001 the , ) neutropenia ( 12.7 < vs < % ; P < 0.001 and , ) neutropenic infections ( 3.3 % vs vs % ; P = 0.004 docetaxel - were significantly 3/4 in the febrile - treated patients than in ) pemetrexed - treated patients , @DRUG$ was alopecia ( 37.7 % 0 6.4 % ; @DRUG$ % 0.001 ) .	Hematologic adverse effects - grade 3/4 neutropenia ( 40.2 % vs 5.3 % ; P 0.001 , febrile neutropenia ( 12.7 % vs 1.9 % P < 0.001 ) , and neutropenic infections ( 3.3 vs 0 % ; P = 0.004 ) - were significantly greater in the docetaxel - treated patients than in the pemetrexed - treated patients , @DRUG$ alopecia ( 37.7 % 6.4 % ; @DRUG$ < 0.001 ) .	Hematologic adverse effects - grade 3/4 neutropenia ( 40.2 % vs 5.3 % ; P < 0.001 ) , febrile neutropenia ( 12.7 % vs 1.9 % ; P < 0.001 ) , and	1
1	@DRUG$ and the azaperone-@DRUG$ combination appear to be a suitable alternative to sedatives and anesthetics currently used in rats and mice.	@DRUG$ and the azaperone - @DRUG$ combination appear to be a suitable alternative to sedative drug and anesthetics presently used in rats and mice .	@DRUG$ sedatives the azaperone - @DRUG$ combination appear to be a suitable mice to and and anesthetics currently used in rats and alternative .	@DRUG$ and the azaperone - @DRUG$ combination appear to be a suitable alternative to sedatives and currently in rats and mice .	The combination of @DRUG$ and @DRUG$ appears to be a suitable alternative to sedatives and anesthetics currently used in rats and mice.	0
0	Ocaperidone completely blocked the @DRUG$ agonist behavior at slightly higher doses (0.064 @DRUG$/kg) and was, thereby, more potent and efficacious than haloperidol (0.097-0.13 mg/kg) and risperidone (0.59-1.17 mg/kg).	Ocaperidone completely blocked the @DRUG$ protagonist behavior at slimly high doses ( 0.064 @DRUG$ / kg ) and was , thereby , more powerful and efficacious than haloperidol ( 0.097-0.13 mg / kg ) and risperidone ( 0.59 - 1.17 mg / kg ) .	Ocaperidone completely blocked the @DRUG$ agonist behavior at slightly higher doses ( 0.064 @DRUG$ / kg ) and was , kg , more 0.59 and efficacious than haloperidol ( 0.097-0.13 mg / thereby ) and risperidone ( mg - 1.17 potent / kg ) .	Ocaperidone completely blocked the @DRUG$ agonist behavior slightly higher doses ( 0.064 @DRUG$ / kg ) and was , thereby , potent and efficacious than haloperidol 0.097-0.13 mg / kg ) and risperidone ( 0.59 - 1.17 mg / kg ) .	Ocaperidone completely blocked the @DRUG$ agonist behavior at slightly higher doses ( 0.064 @DRUG$ / kg ) and was more potent and efficacious than haloperidol ( 0.097-0.13 mg / kg ) and risperidone (	0
0	N-acetyl-@DRUG$-@DRUG$ as a tyrosine source in adult parenteral nutrition.	N-acetyl-@DRUG$-@DRUG$ as a tyrosine source in pornographic parenteral nutrition .	N-acetyl-@DRUG$-@DRUG$ as a nutrition source in adult parenteral tyrosine .	N-acetyl-@DRUG$-@DRUG$ as a tyrosine source in adult parenteral nutrition .	@DRUG$ is a source of tyrosine for adult parenteral nutrition.	1
0	In Escherichia coli, inactivation of the gene (dtd) encoding this deacylase increases the toxicity of several D-amino acids including D-tyrosine, D-@DRUG$, and @DRUG$.	In Escherichia coli , inactivation of the gene ( dtd ) encryption this deacylase increase the toxicity of respective D-amino acids including D-tyrosine , D- @DRUG$ , and @DRUG$ .	In Escherichia dtd , inactivation and the gene ( coli ) encoding this , increases the toxicity of several D-amino acids including D-tyrosine , D- @DRUG$ deacylase of @DRUG$ .	In Escherichia coli , of the gene ( dtd ) encoding this deacylase increases the toxicity of several D-amino acids including D-tyrosine , @DRUG$ , and @DRUG$ .	In Escherichia coli , inactivation of the gene ( dtd ) encoding this deacylase increases the toxicity of several D-amino acids including D-tyrosine , D- @DRUG$ , and @DRUG$ .	0
1	There is insufficient evidence to determine the relative efficacy or safety of cyclobenzaprine, carisoprodol, @DRUG$, tizanidine, @DRUG$, methocarbamol, and chlorzoxazone.	in that respect is insufficient testify to determine the relative efficacy or safety of cyclobenzaprine , carisoprodol , @DRUG$ , tizanidine , @DRUG$ , methocarbamol , and chlorzoxazone .	There is insufficient , to determine the relative efficacy or of safety cyclobenzaprine , carisoprodol , @DRUG$ , tizanidine evidence @DRUG$ , methocarbamol , and chlorzoxazone .	There is insufficient evidence to determine the relative efficacy or safety of cyclobenzaprine , carisoprodol , @DRUG$ , , @DRUG$ , methocarbamol , and chlorzoxazone .	There is not enough evidence to say whether or not cyclobenzaprine, carisoprodol, @DRUG$, tizanidine, @DRUG$, methocarbamol, and chlorzoxazone are effective or safe.	0
1	No clinically significant effects of cimetidine, @DRUG$, @DRUG$ or imipramine on the pharmacokinetics of quetiapine were noted.	nobelium clinically significant effects of cimetidine , @DRUG$ , @DRUG$ or tofranil on the pharmacokinetics of quetiapine were noted .	No quetiapine significant effects of cimetidine , @DRUG$ , @DRUG$ or imipramine on were pharmacokinetics of clinically the noted .	No clinically effects of cimetidine , @DRUG$ @DRUG$ or imipramine on the pharmacokinetics of quetiapine were noted .	No clinically significant effects of cimetidine on the pharmacokinetics of quetiapine were noted.	1
0	Therefore, @DRUG$ is recommended @DRUG$ a second line treatment option, when SSRIs are not effective or well tolerated.	consequently , @DRUG$ is recommended @DRUG$ a second line treatment option , when selective serotonin reuptake inhibitor are not effective or well tolerated .	, are @DRUG$ is recommended @DRUG$ a second line treatment option , when SSRIs Therefore not effective or well tolerated .	Therefore , @DRUG$ is recommended @DRUG$ a second line treatment option , when SSRIs not or well tolerated .	If you are not getting the results you want from SSRI medications, @DRUG$ may be a good option for you. However, it is important to note that DRUGA may not work as well as SSRIs for everyone, and it may have some side effects.	1
0	Supplementing the @DRUG$ protein and @DRUG$-based diet with levels of 1.1, 5.5, 16.5, and 55 ppm of efrotomycin reduced the numbers of C. perfringens organisms in ileal contents of chicks (all P less than .01).	Supplementing the @DRUG$ protein and @DRUG$ - based diet with levels of 1.1 , 5.5 , 16.5 , and 55 ppm of efrotomycin abridge the phone number of C. perfringens organisms in ileal contents of skirt ( all p less than .01 ) .	of the @DRUG$ protein and @DRUG$ - based diet with levels of 1.1 , , 5.5 16.5 , and 55 ppm Supplementing efrotomycin reduced in organisms of C. perfringens numbers the ileal contents of chicks ( all P less than .01 ) .	the @DRUG$ protein and @DRUG$ - based diet with levels of 1.1 , 5.5 , , and 55 ppm efrotomycin reduced the numbers of C. perfringens in ileal contents of chicks ( all P less than .01 ) .	Supplementing the @DRUG$ protein and @DRUG$ - based diet with levels of 1.1 , 5.5 , 16.5 , and 55 ppm of efrotomycin reduced the numbers of C. perfringens organisms in ileal contents of chicks ( all P less than	0
0	However, at these higher 600- and 900-@DRUG$ doses, gemcabene significantly reduced serum low-density lipoprotein (LDL) @DRUG$ levels by 15% to 25%, respectively, in both TG strata, with proportionate decreases in the levels of apolipoprotein B. Gemcabene was well tolerated with a frequency of adverse events similar to that of placebo.	however , at these higher 600 - and 900 - @DRUG$ doses , gemcabene importantly reduced serum low density lipoprotein ( LDL ) @DRUG$ levels by fifteen % to 25 % , respectively , in both TG strata , with proportionate decreases in the levels of apolipoprotein B. Gemcabene was good tolerated with a absolute frequency of adverse events similar to that of placebo .	However , higher these at events to and 900 - @DRUG$ doses , gemcabene significantly reduced respectively % lipoprotein ( LDL ) @DRUG$ levels by 15 low-density to 25 % , serum , in both TG strata similar with proportionate decreases in the levels of apolipoprotein B. Gemcabene was well tolerated with a frequency of adverse 600 , - that of placebo .	, at these higher 600 - and 900 - @DRUG$ doses , gemcabene significantly reduced serum low-density lipoprotein ( LDL ) @DRUG$ levels by 15 % to 25 % , respectively , in both TG strata , with proportionate decreases in the levels of apolipoprotein B. was well tolerated with a frequency of adverse events similar to that of placebo .	At higher doses, @DRUG$ significantly reduces serum LDL levels by 15-25%, respectively, in both TG strata, with proportionate decreases in the levels of apolipoprotein B. DRUGA is well tolerated with a frequency of adverse events similar to that of placebo.	1
0	Neither @DRUG$, @DRUG$,R,R-HTBZ, nor NBI-136110 had significant off-target interactions at serotonin (5-HT1A, 5-HT2A, 5-HT2B) or dopamine (D1 or D2) receptor sites.	Neither @DRUG$ , @DRUG$ , roentgen , R-HTBZ , nor NBI - 136110 had significant off-target interactions at  hydroxytryptamine ( v - HT1A , v - HT2A , v - HT2B ) or intropin ( D1 or D2 ) receptor sites .	Neither @DRUG$ , @DRUG$ , R ) R-HTBZ , or NBI - 136110 had significant off-target interactions ) serotonin ( 5 HT1A - , 5 - HT2A , 5 - HT2B , nor dopamine ( D1 or D2 at receptor sites .	Neither @DRUG$ , @DRUG$ , R , R-HTBZ , nor NBI 136110 had significant off-target serotonin ( 5 - HT1A , 5 - HT2A , 5 - HT2B or dopamine ( D1 or D2 ) sites	Neither @DRUG$ nor @DRUG$ had any significant off-target interactions with serotonin or dopamine receptors.	0
0	Neither @DRUG$-Glu1 nor MTXPGs promoted the formation of a charcoal-stable ternary complex with thymidylate synthase and 5-fluoro-@DRUG$.	Neither @DRUG$ - Glu1 nor MTXPGs promoted the formation of a charcoal-stable treble complex with thymidylate synthase and phoebe - fluoro - @DRUG$ .	Neither @DRUG$ - Glu1 nor thymidylate promoted the formation of a charcoal-stable ternary complex with - synthase and 5 - fluoro MTXPGs @DRUG$ .	Neither @DRUG$ - Glu1 nor MTXPGs promoted formation a charcoal-stable ternary complex with thymidylate synthase and - fluoro - @DRUG$ .	Neither @DRUG$ nor MTXPGs promoted the formation of a charcoal-stable ternary complex with thymidylate synthase and 5 - fluoro - @DRUG$ .	0
0	Data from preliminary clinical trials suggest that lornoxicam is as effective @DRUG$ the opioid analgesics morphine, pethidine (meperidine) and @DRUG$ in relieving postoperative pain following gynaecological or orthopaedic surgery, and as effective as other NSAIDs after oral surgery.	data from preliminary clinical trials intimate that lornoxicam is as effective @DRUG$ the opioid analgesics morphine , pethidine ( meperidine ) and @DRUG$ in relieving postoperative pain watch over gynaecological or orthopaedic operation , and as effective as other NSAIDs after oral operation .	Data from preliminary clinical trials suggest that lornoxicam is as effective @DRUG$ the opioid analgesics morphine , pethidine after meperidine ) and @DRUG$ in and postoperative pain other gynaecological or orthopaedic surgery , relieving effective as as following NSAIDs ( oral surgery .	Data from trials that is as effective @DRUG$ the opioid analgesics morphine , pethidine ( meperidine and @DRUG$ in relieving postoperative pain following gynaecological or orthopaedic surgery , and as effective as other NSAIDs after oral surgery .	Data from preliminary clinical trials suggest that lornoxicam is as effective as morphine, pethidine, and other NSAIDs after oral surgery in relieving postoperative pain following gynaecological or orthopaedic surgery.	1
0	Endocrine, estrous and pregnancy response to varying dosages of @DRUG$ in @DRUG$ cows.	endocrine , estrous and pregnancy response to varying dosages of @DRUG$ in @DRUG$ cows .	Endocrine , estrous and to response pregnancy varying dosages of @DRUG$ in @DRUG$ cows .	Endocrine , estrous and pregnancy response to varying dosages of @DRUG$ in @DRUG$ cows .	The endocrine, estrous, and pregnancy response of cows to different dosages of @DRUG$ is different depending on whether or not the cows are also taking @DRUG$.	0
1	CONCLUSION: A treatment regimen of @DRUG$ by subcutaneous injection followed by oral tablets had good tolerability and non-inferior efficacy compared to @DRUG$ for the management of peri-operative pain and inflammation associated with soft tissue surgery in dogs.	CONCLUSION : A treatment regimen of @DRUG$ by subcutaneous injection followed by oral pad had in effect tolerability and non-inferior efficacy compared to @DRUG$ for the direction of peri-operative pain and inflammation associated with soft tissue surgery in dogs .	CONCLUSION inflammation and treatment regimen of @DRUG$ to subcutaneous injection followed by oral tablets had good tolerability and non-inferior efficacy compared by @DRUG$ for the management of peri-operative pain A : associated with soft tissue surgery in dogs .	CONCLUSION : A treatment regimen of @DRUG$ by subcutaneous by oral tablets had good tolerability non-inferior efficacy compared to @DRUG$ for the of peri-operative pain and inflammation associated with soft tissue surgery dogs .	A treatment regimen of @DRUG$ by subcutaneous injection followed by oral tablets had good tolerability and non-inferior efficacy compared to @DRUG$ for the management of peri-operative pain and inflammation associated with soft tissue surgery in dogs.	0
0	After 60 h DHC 60 mg was administered twice daily for 3 days, the dose was increased to 90 @DRUG$ twice daily for 3 days, the final dose of 120 mg was administered twice daily for 3 days (multiple dose: m.@DRUG$.).	After 60 h DHC 60 mg was administered twice day by day for threesome twenty four hours , the dose was increased to 90 @DRUG$ twice day by day for threesome twenty four hours , the final dose of long hundred mg was administered twice day by day for threesome twenty four hours ( multiple dose : m.@DRUG$ . ) .	After 60 h DHC ( mg was increased twice was for 3 days , the dose daily administered to 90 @DRUG$ twice daily for 3 days of the final dose , 120 mg was administered twice daily for 3 days 60 multiple dose : m.@DRUG$ . ) .	After 60 h DHC 60 mg was administered twice daily for 3 days , the dose was to 90 @DRUG$ twice daily for days , the dose of 120 mg was administered twice daily for 3 days ( multiple : m.@DRUG$ . )	After 60 h DHC 60 mg was administered twice daily for 3 days , the dose was increased to 90 @DRUG$ twice daily for 3 days , the final dose of 120 mg was administered twice daily for 3 days ( multiple dose : m.@DRUG$ . ) ."In other words	0
0	RESULTS: (18)F-AV-45 displayed a high binding affinity and specificity to Abeta plaques (@DRUG$(@DRUG$), 3.72 +/- 0.30 nM).	RESULTS : ( 18 ) F - AV - xlv expose a high binding phylogenetic relation and specificity to Abeta plaques ( @DRUG$ ( @DRUG$ ) , 3.72 +/- 0.30 nM ) .	( : ( 18 ) F - ) - 45 displayed a high binding affinity and specificity to Abeta plaques RESULTS @DRUG$ ( @DRUG$ AV , 3.72 0.30 +/- nM ) .	: ( 18 ) F - AV - 45 displayed a high binding affinity and specificity to Abeta plaques ( @DRUG$ ( @DRUG$ ) , 3.72 +/- 0.30 nM )	@DRUG$ binds specifically and with high affinity to Abeta plaques (@DRUG$).	0
0	Efficacy of @DRUG$ @DRUG$ a systemic flea adulticide in dogs and cats.	Efficacy of @DRUG$ @DRUG$ a systemic flea adulticide in track and cats .	Efficacy of @DRUG$ @DRUG$ a cats flea adulticide in dogs and systemic .	Efficacy of @DRUG$ @DRUG$ a systemic adulticide in and	The efficacy of @DRUG$, a systemic flea adulticide in dogs and cats, is dependent on the use of @DRUG$.	0
0	An interaction with benzodiazepine or neurosteroid binding sites also was excluded because @DRUG$-mediated increase of decay time was still observed when these sites were initially saturated (by clobazam, zolpidem, or pregnanolone) or blocked (by @DRUG$ or dehydroepiandrosterone sulfate), respectively.	An interaction with benzodiazepine or neurosteroid binding sites also was excluded because @DRUG$ - mediated increase of crumble sentence was still observed when these sites were ab initio saturated ( by clobazam , zolpidem , or pregnanolone ) or blocked ( by @DRUG$ or dehydroepiandrosterone sulphate ) , respectively .	An interaction with benzodiazepine decay neurosteroid binding sites also was excluded because @DRUG$ - mediated increase of still time ( or observed when these sites were initially saturated ( by dehydroepiandrosterone , zolpidem , or pregnanolone ) or blocked was by @DRUG$ or clobazam sulfate ) , respectively .	An interaction with benzodiazepine or neurosteroid sites also was excluded because @DRUG$ - mediated increase of decay time was still observed when these sites initially saturated ( by clobazam , zolpidem , pregnanolone ) or blocked ( @DRUG$ or dehydroepiandrosterone sulfate ) , .	@DRUG$ increases the decay time of @DRUG$, even when these sites are initially saturated or blocked.	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and @DRUG$ of @DRUG$ oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A refresh of commercially usable oral and injectable solution formulations reveals that the solubilizing excipients let in water - soluble organic solvents ( polythene glycol ccc , polythene glycol cd , ethyl alcohol , propene glycol , glycerol , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polythene glycol 1000 succinate , polysorbate 20 , polysorbate fourscore , Solutol enthalpy fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of PEG ccc , cd , or 1750 ) , water - indissoluble lipid ( castor oil , corn oil , cottonseed oil , olive oil , insignificant oil , peppermint candy oil , safflower oil , benni oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and @DRUG$ of @DRUG$ oil and palm seed oil ) , organic liquidness / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , several cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soybean plant phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A , of commercially available oral and injectable solution Gellucire reveals that the oil excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , , , N-methyl - 2 - corn , dimethylacetamide hydrogenated and dimethylsulfoxide ) , non-ionic surfactants solubilizing Cremophor EL , and RH 40 , Cremophor RH 60 review d-alpha-tocopherol polyethylene glycol beta-cyclodextrin succinate , polysorbate 20 , polysorbate 80 acid Solutol HS 15 , sorbitan Labrafil , poloxamer 407 , , M-1944CS , monooleate M-2125CS , Labrasol , of , , Softigen 767 , and mono- Cremophor di-fatty acid esters of PEG 300 , 400 , or L-alpha-dimyristoylphosphatidylglycerol ) Labrafil water - insoluble lipids ( castor oil , pyrrolidone oil , and oil , olive oil , peanut oil , peppermint oil , safflower ( , L-alpha-dimyristoylphosphatidylcholine oil , soybean oil , hydrogenated vegetable oils and hydrogenated soybean oil , and @DRUG$ formulations @DRUG$ oil beeswax palm seed oil ) , glycerin liquids / semi-solids ( and , d-alpha-tocopherol , oleic , , medium- chain mono- organic diglycerides ) 44/14 various cyclodextrins ( alpha-cyclodextrin , 1000 , hydroxypropyl- beta-cyclodextrin , cottonseed sulfobutylether - beta-cyclodextrin ) , and phospholipids ( , soy phosphatidylcholine , distearoylphosphatidylglycerol , sesame , 1750 ) .	A of available oral and injectable solution reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 propylene glycol , glycerin N-methyl - - pyrrolidone , , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL Cremophor RH , Cremophor RH 60 , glycol 1000 succinate , polysorbate 20 , polysorbate , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , 44/14 , , and mono- di-fatty acid esters of PEG 300 400 , 1750 ) , water - insoluble lipids ( castor oil corn oil , cottonseed oil , olive oil , oil peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated oil , and @DRUG$ of @DRUG$ oil and palm seed oil ) , organic liquids / semi-solids ( beeswax d-alpha-tocopherol , oleic acid medium- chain and diglycerides ) , various ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - ) , and phospholipids ( hydrogenated soy phosphatidylcholine distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Following zinc and @DRUG$, @DRUG$ is the third most abundant trace element in the body.	Following zinc and @DRUG$ , @DRUG$ is the third gear most abundant trace element in the body .	in zinc and @DRUG$ , @DRUG$ is the third most abundant trace element Following the body .	Following zinc and @DRUG$ , @DRUG$ is the most trace element in the .	Zinc is the third most abundant trace element in the body, following @DRUG$ and @DRUG$.	0
0	The ratio (fractional clearance) between @DRUG$ renal clearance to @DRUG$ clearance was less than one indicating that the glomerular filtration is the main pathway of elimination through kidneys.	The ratio ( fractional clearance ) between @DRUG$ renal clearance to @DRUG$ clearance was less than ace indicating that the glomerular filtration is the briny pathway of riddance through kidneys .	The ratio ( fractional pathway ) between @DRUG$ than clearance to @DRUG$ clearance was main renal one indicating that the glomerular filtration is the less clearance of elimination through kidneys .	The ratio ( fractional clearance ) between @DRUG$ renal clearance to @DRUG$ clearance was less than one that the glomerular filtration is the pathway of elimination through kidneys	The fractional clearance between @DRUG$ renal clearance to @DRUG$ clearance was less than one indicating that the glomerular filtration is the main pathway of elimination through kidneys .	0
0	@DRUG$: its current status @DRUG$ an anti-obesity drug.	@DRUG$ : its current position @DRUG$ an anti-obesity drug .	@DRUG$ : its an status @DRUG$ current anti-obesity drug .	@DRUG$ : its current status @DRUG$ an drug	@DRUG$ is an anti-obesity drug, and @DRUG$ is an anti-obesity drug.	0
0	Because atomic spacings between the amide moieties in beta-alethine are the same @DRUG$ in the differentiating agent hexamethylene-bis-acetamide and because the radioprotectors WR 2721 and WR 1065 lack only the carbonyl @DRUG$ of the thiol form (beta-aletheine), biological activities already reported for these compounds are compared with those presented herein for beta-alethine.	Because atomic spacings between the amide moiety in beta-alethine are the same @DRUG$ in the differentiating agent hexamethylene - bis-acetamide and because the radioprotectors WR 2721 and WR 1065 lack only the carbonyl @DRUG$ of the thiol flesh ( beta-aletheine ) , biologic bodily function already reported for these compounds are compared with those gift herein for beta-alethine .	Because atomic spacings those the amide compared in beta-alethine are the same @DRUG$ in the differentiating agent hexamethylene - bis-acetamide reported because the of WR 2721 between WR 1065 lack only the carbonyl @DRUG$ radioprotectors the thiol form ( beta-aletheine ) , biological activities already and for these compounds are moieties with and presented herein for beta-alethine .	Because atomic spacings between the amide in are the same @DRUG$ in the differentiating agent hexamethylene - bis-acetamide and because the radioprotectors WR 2721 and WR 1065 lack only the @DRUG$ of the thiol ( ) , biological activities already reported for these compounds compared with those presented herein for beta-alethine	Beta-alethine is structurally similar to the radioprotectors WR 2721 and WR 1065, and has similar biological activities.	1
0	The influence of ABCB1 polymorphism on the disposition of R,S-CIT in plasma and cerebrospinal fluid (CSF) was examined under steady-state conditions in 15 patients with major depression treated with 40 mg/d @DRUG$,S-@DRUG$ for 4 weeks.	The influence of ABCB1 polymorphism on the disposal of R ,S-CIT in plasma and cerebrospinal fluid ( CSF ) was examined under steady -state conditions in xv patients with major depression treated with xl mg / d @DRUG$ , S-@DRUG$ for quaternary weeks .	The influence of ABCB1 polymorphism in the disposition of cerebrospinal ,S-CIT conditions plasma and R fluid ( CSF ) was @DRUG$ under steady -state on in 15 patients with major depression treated with 40 mg / d examined , S-@DRUG$ for 4 weeks .	The influence polymorphism on the disposition of R ,S-CIT in plasma and cerebrospinal fluid CSF ) was examined under steady -state conditions in 15 patients with major with / d , S-@DRUG$ for 4 weeks .	The influence of ABCB1 polymorphism on the disposition of R ,S-CIT in plasma and cerebrospinal fluid ( CSF ) was examined under steady -state conditions in 15 patients with major depression treated with 40 mg / d @DRUG$ , S-@DRUG$ for 4	0
0	Reactive @DRUG$ species and mitochondrial adenosine triphosphate-regulated potassium channels mediate @DRUG$-induced preconditioning against myocardial infarction in vivo.	reactive @DRUG$ species and mitochondrial adenosine triphosphate - mold potassium channels mediate @DRUG$ - induced preconditioning against myocardial infarction in vivo .	in @DRUG$ species and mitochondrial adenosine vivo - regulated potassium channels mediate @DRUG$ - induced preconditioning against myocardial infarction Reactive triphosphate .	Reactive @DRUG$ species and mitochondrial adenosine triphosphate - regulated potassium channels mediate @DRUG$ - induced preconditioning against myocardial infarction in vivo	@DRUG$ and mitochondrial adenosine triphosphate - regulated potassium channels mediate @DRUG$ - induced preconditioning against myocardial infarction in vivo .	0
0	The antacids or adsorbents used were magnesium trisilicate, aluminum hydroxide, @DRUG$, magnesium oxide, magnesium @DRUG$, calcium carbonate, talc, kaolin and charcoal.	The antacids or adsorbent used were magnesium trisilicate , aluminum hydroxide , @DRUG$ , magnesium oxide , magnesium @DRUG$ , ca carbonate , talc , kaolin and charcoal .	The antacids or adsorbents used were magnesium trisilicate , aluminum hydroxide , @DRUG$ , magnesium oxide , magnesium @DRUG$ , , carbonate calcium talc , kaolin and charcoal .	The or adsorbents used were magnesium trisilicate , aluminum hydroxide , @DRUG$ , magnesium oxide magnesium @DRUG$ , calcium carbonate , talc , kaolin and charcoal	The antacids or adsorbents used were magnesium trisilicate , aluminum hydroxide , @DRUG$ , magnesium oxide , magnesium @DRUG$ , calcium carbonate , talc , kaolin and charcoal ."DRUGA is an antacid or adsorbent, while	0
1	Among the calcium channel blockers tested, aranidipine and @DRUG$ increased ABCA1 protein expression without an increase in ABCA1 mRNA expression, whereas other calcium channel blockers (eg, @DRUG$, amlodipine, and nicardipine) or T-type calcium channel blockers (eg, mibefradil and nickel chloride) failed to upregulate ABCA1 expression.	Among the ca conduct blockers tried and true , aranidipine and @DRUG$ increased ABCA1 protein locution without an increment in ABCA1 mRNA locution , whereas other ca conduct blockers ( eg , @DRUG$ , amlodipine , and nicardipine ) or T-type ca conduct blockers ( eg , mibefradil and nickel chloride ) failed to upregulate ABCA1 locution .	Among the calcium channel blockers tested and aranidipine and @DRUG$ increased nicardipine protein expression expression an , in ABCA1 mRNA without and whereas other calcium channel blockers ( eg , @DRUG$ , amlodipine , increase ABCA1 ) or T-type calcium channel blockers ( eg , mibefradil , nickel chloride ) failed to upregulate ABCA1 expression .	Among the calcium channel blockers tested , aranidipine and @DRUG$ increased ABCA1 protein expression without an increase in ABCA1 mRNA expression , whereas other calcium blockers ( eg , @DRUG$ , amlodipine , and nicardipine ) T-type calcium channel blockers ( eg , mibefradil and nickel chloride ) failed to upregulate ABCA1 expression .	Aranidipine and @DRUG$ increase ABCA1 protein expression without an increase in ABCA1 mRNA expression , whereas other calcium channel blockers ( eg , @DRUG$ , amlodipine , and nicardipine ) or T-type calcium channel blockers ( eg , m	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-@DRUG$ @DRUG$ 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	axerophthol revue of commercially useable oral and injectable root formulations reveals that the solubilizing excipients include water - soluble organic dissolvent ( polyethylene ethylene glycol ccc , polyethylene ethylene glycol 400 , ethanol , propylene ethylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor elevated railroad , Cremophor releasing factor 40 , Cremophor releasing factor 60 , d-@DRUG$ @DRUG$ 1000 succinate , polysorbate  , polysorbate 80 , Solutol HS xv , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of leg ccc , 400 , or 1750 ) , water - indissoluble lipids ( castor oil color , corn oil color , cottonseed oil color , european olive tree oil color , peanut oil color , peppermint oil color , false saffron oil color , sesame oil color , soja oil color , hydrogenated vegetable oils , hydrogenated soja oil color , and medium- chain of mountains triglycerides of coconut oil color and laurel wreath seed oil color ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain of mountains mono- and diglycerides ) , versatile cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	succinate review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water , soluble phospholipids oils water polyethylene glycol 300 ) polyethylene glycol acid , ethanol , propylene glycol , glycerin , and - 2 - pyrrolidone , dimethylacetamide , N-methyl dimethylsulfoxide , 44/14 non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-@DRUG$ @DRUG$ 1000 A , polysorbate 20 , polysorbate 80 , , oil 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire , , Softigen 767 , and mono- and di-fatty 400 esters of PEG 300 , 400 , or 1750 ) , ( - insoluble lipids ( castor oil , corn oil , cottonseed oil , and oil and peanut oil , peppermint oil distearoylphosphatidylglycerol safflower oil soy sesame oil , soybean oil , hydrogenated vegetable solvents - hydrogenated soybean HS , and medium- ) triglycerides of coconut cyclodextrins and palm seed oil ) , organic liquids / semi-solids ( beeswax , oleic Solutol d-alpha-tocopherol acid , medium- chain mono- olive diglycerides chain , various oil ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , , sulfobutylether - beta-cyclodextrin ) , and organic ( hydrogenated , phosphatidylcholine , , , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	review of commercially available and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol glycerin - 2 - pyrrolidone , , and ) , non-ionic surfactants ( Cremophor EL , RH 40 , Cremophor RH 60 , d-@DRUG$ @DRUG$ 1000 succinate , polysorbate , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol Gellucire 44/14 Softigen 767 , and mono- and di-fatty of PEG 300 , 400 , or 1750 ) water - insoluble lipids ( castor oil , corn oil cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean , and medium- chain triglycerides of coconut oil and palm oil ) , organic liquids / ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain and diglycerides , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Dose-response and time course studies were performed in which control (no FM-VP4 treatment) and FM-VP4 (10-100 micro @DRUG$) were @DRUG$-incubated with 50- micro M [3H]cholesterol micelles from 1 minute to 24 hours.	Dose-response and time course canvas were performed in which control ( no FM - VP4 treatment ) and FM - VP4 ( 10 - 100 micro @DRUG$ ) were @DRUG$ - incubated with 50 - micro thou [ 3H ] cholesterol micelle from 1 minute to two dozen hours .	Dose-response and time course studies were performed in which control ( no minute - VP4 treatment ) and FM FM VP4 ( [ 1 100 micro @DRUG$ ) were @DRUG$ - incubated with 50 - micro M 10 3H ] cholesterol micelles from - - to 24 hours .	Dose-response and time course studies were in which control ( no FM - VP4 treatment ) and FM - VP4 ( - 100 micro @DRUG$ ) were @DRUG$ - incubated with 50 - micro M [ 3H ] cholesterol micelles from 1 minute to 24 hours .	Dose-response and time course studies were performed in which control ( no FM - VP4 treatment ) and FM - VP4 ( 10 - 100 micro @DRUG$ ) were @DRUG$ - incubated with 50 - micro M [ 3H ] cholesterol micelles from 1 minute to 24	0
0	Minimum inhibitor concentrations (@DRUG$) revealed that the Escherichia coli DH5 alpha transconjugate strains that possessed the OHIO-1 beta-lactamase, Met69Ile mutant of the OHIO-1 beta-lactamase, TEM-30 (Arg244Ser) and TEM-31 (Arg244Cys) beta-lactamase were most susceptible to piperacillin and piperacillin/@DRUG$.	Minimum inhibitor concentrations ( @DRUG$ ) revealed that the Escherichia coli DH5 alpha transconjugate stock that possessed the ohio river - 1 beta lactamase , Met69Ile sport of the ohio river - 1 beta lactamase , TEM - xxx ( Arg244Ser ) and TEM -31 ( Arg244Cys ) beta lactamase were most susceptible to piperacillin and piperacillin / @DRUG$ .	Minimum beta-lactamase concentrations ( @DRUG$ ) revealed that - Escherichia coli DH5 alpha transconjugate strains that possessed the and OHIO 1 inhibitor , Met69Ile mutant of the OHIO - 1 beta-lactamase , TEM the 30 were Arg244Ser ) and TEM -31 ( Arg244Cys ) beta-lactamase ( most susceptible to piperacillin - piperacillin / @DRUG$ .	Minimum inhibitor concentrations ( @DRUG$ ) revealed that the Escherichia coli DH5 alpha transconjugate strains that possessed the OHIO - 1 beta-lactamase , Met69Ile mutant of the OHIO 1 , TEM - 30 ( Arg244Ser and TEM -31 ( Arg244Cys ) beta-lactamase were most susceptible to piperacillin and piperacillin / @DRUG$ .	The Escherichia coli DH5 alpha transconjugate strains that possessed the OHIO - 1 beta-lactamase , Met69Ile mutant of the OHIO - 1 beta-lactamase , TEM - 30 ( Arg244Ser ) and TEM -31	1
1	Unfractionated heparin, low-molecular-weight heparin, and @DRUG$ have been the cornerstone of VTE prevention and treatment but are being replaced by recently approved non-vitamin K antagonist oral anticoagulants (NOACs): @DRUG$, rivaroxaban, apixaban, and edoxaban.	Unfractionated heparin , low-molecular-weight heparin , and @DRUG$ have been the cornerstone of VTE prevention and discussion but are being replaced by recently sanction non-vitamin grand antagonist oral anticoagulant medication ( NOACs ) : @DRUG$ , rivaroxaban , apixaban , and edoxaban .	Unfractionated heparin , low-molecular-weight heparin , and @DRUG$ prevention been approved cornerstone of VTE non-vitamin and treatment but are oral replaced by recently the have K antagonist being anticoagulants ( NOACs ) : @DRUG$ , rivaroxaban , apixaban , and edoxaban .	Unfractionated heparin , low-molecular-weight heparin , and @DRUG$ have been cornerstone of VTE prevention and but are being replaced by recently approved non-vitamin K antagonist oral anticoagulants ( ) : @DRUG$ , rivaroxaban , apixaban , and edoxaban .	Unfractionated heparin , low-molecular-weight heparin , and @DRUG$ have been the cornerstone of VTE prevention and treatment but are being replaced by recently approved non-vitamin K antagonist oral anticoagulants ( NOACs ) : DRU	1
1	Although @DRUG$ is considered to be nonaddictive, it has been reported to reduce morphine tolerance in rats and to be useful in helping addicted subjects to withdraw from @DRUG$.	Although @DRUG$ is considered to be nonaddictive , it has been reported to reduce morphia tolerance in rats and to be useful in helping hook guinea pig to withdraw from @DRUG$ .	Although @DRUG$ is considered to be nonaddictive , been tolerance it reported to reduce morphine has in rats and to addicted useful in helping be subjects to withdraw from @DRUG$ .	Although @DRUG$ is considered to be nonaddictive , it has been reported to reduce morphine tolerance in rats and to be useful in helping addicted subjects to withdraw from @DRUG$ .	Although @DRUG$ is nonaddictive, it has been reported to reduce morphine tolerance in rats and to be useful in helping addicted subjects to withdraw from @DRUG$.	0
0	The mares received subcutaneous injection of either 2 mg @DRUG$ (recommended luteolytic dose); 4 mg prostalene (double luteolytic dose) or 4 @DRUG$ twice at intervals of 12 hours or 24 hours.	The mares received subcutaneous injectant of either deuce mg @DRUG$ ( recommended luteolytic dose ) ; 4 mg prostalene ( double luteolytic dose ) or 4 @DRUG$ doubly at intervals of 12 hours or 24 hours .	The mares received subcutaneous injection hours or 2 mg @DRUG$ ( recommended luteolytic dose ) ; 4 double prostalene ( mg luteolytic dose ) or 4 @DRUG$ twice at intervals of 12 of either 24 hours .	The mares received subcutaneous injection of either 2 mg @DRUG$ ( recommended luteolytic dose ) 4 mg prostalene ( double luteolytic dose ) or 4 @DRUG$ twice at intervals of 12 hours or 24 hours .	The mares received subcutaneous injection of either 2 mg @DRUG$ ( recommended luteolytic dose ) ; 4 mg prostalene ( double luteolytic dose ) or 4 @DRUG$ twice at intervals of 12 hours or 24 hours ."In other words, the relationship	0
0	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (AsC), 4-arsanilic acid (p-ASA), 4-hydroxyphenylarsonic acid (4-OH), Nitarsone, @DRUG$ and two inorganic arsenic species, arsenate As(v) and arsenite @DRUG$(iii), could be detected by their typical m/z and collision induced dissociation (CID) behavior respectively.	apiece arsenic coinage in this study , include monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( AsC ) , 4 - arsanilic acid ( p- ASA ) , 4- hydroxyphenylarsonic acid ( 4 - ohio ) , Nitarsone , @DRUG$ and two inorganic arsenic coinage , arsenate As ( fivesome ) and arsenite @DRUG$ ( trey ) , could be detected by their distinctive m/z and hit induced dissociation ( CID ) behavior respectively .	Each arsenic species in this study their including monomethylarsonic acid ( MMA ) , ) acid ( DMA ) , - ( AsB arsenobetaine , arsenocholine ( AsC ) , ) and arsanilic acid ( p- ASA ) , induced hydroxyphenylarsonic acid ( 4 4 OH ) , Nitarsone , @DRUG$ and two inorganic arsenic species , arsenate As ( v CID and arsenite @DRUG$ ( iii ) , could be detected by , typical m/z - collision 4- dissociation ( ) dimethylarsinic behavior respectively .	arsenic species in this study , including monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , ( AsB ) , arsenocholine ( AsC ) , 4 - arsanilic acid ( p- ASA ) , 4- hydroxyphenylarsonic acid ( 4 - OH ) , Nitarsone , @DRUG$ and two inorganic arsenic species arsenate As ( v ) and arsenite @DRUG$ iii ) , could be detected by their typical m/z and collision induced dissociation ( ) behavior respectively .	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (AsC), 4-arsanilic acid (p-ASA), 4-hydroxyp	1
0	A specific reduction occurred in the platelet response to thrombin, but not to other agonists, in the intraoperative samples from the @DRUG$-treated group (11.1% vs 37.1%; @DRUG$ = .022), which was not seen in the controls.	A particular step down occurred in the platelet response to thrombin , but not to other agonists , in the intraoperative samples from the @DRUG$ - treated group ( 11.1 % five 37.1 % ; @DRUG$ = .022 ) , which was not seen in the curb .	but specific reduction occurred in the platelet response to thrombin , A not % other agonists , in the intraoperative samples from the @DRUG$ - treated group ( 11.1 in vs 37.1 to ; @DRUG$ = % ) , which was not seen .022 the controls .	A specific reduction occurred in the platelet response to thrombin but not to other agonists , in intraoperative samples the @DRUG$ - treated group ( 11.1 % vs % @DRUG$ = .022 ) , which was seen in the controls	@DRUG$ specifically reduced the platelet response to thrombin in the intraoperative samples from the DRUGA-treated group, but not to other agonists. This was not seen in the controls.	1
1	In a small number of comparative studies, the anti-hypertensive efficacy of @DRUG$ appeared to be at least equivalent to that of captopril, enalapril, hydrochlorothiazide, @DRUG$, nitrendipine or propranolol at usual therapeutic doses.	In a small issue of comparative studies , the anti-hypertensive efficacy of @DRUG$ appeared to be at to the lowest degree equivalent to that of captopril , vasotec , hydrochlorothiazide , @DRUG$ , nitrendipine or propranolol at usual therapeutic doses .	, , small number of comparative studies In the anti-hypertensive efficacy of @DRUG$ appeared to doses at least equivalent to that of captopril , enalapril , hydrochlorothiazide , @DRUG$ a nitrendipine or propranolol at usual therapeutic be .	In a small number of comparative studies , the anti-hypertensive efficacy of @DRUG$ appeared to be at least equivalent to that of captopril , enalapril , hydrochlorothiazide , @DRUG$ , nitrendipine or propranolol at usual therapeutic doses .	In a small number of comparative studies, the anti-hypertensive efficacy of @DRUG$ appeared to be at least equivalent to that of captopril, enalapril, hydrochlorothiazide, @DRUG$, nitrendipine or propranolol at usual therapeutic doses	0
0	A substrate, however, becomes a blocker once Connolly accessible areas become large and/or the molecule has a high calculated logP value, such @DRUG$ those for melphalan, triiodothyronine, and @DRUG$.	A substrate , yet , become a blocker once Connolly accessible areas become large and / or the molecule has a high figure logP value , such @DRUG$ those for melphalan , triiodothyronine , and @DRUG$ .	A substrate , however , becomes a blocker triiodothyronine Connolly accessible areas become large and / , the molecule logP a high calculated has value , such @DRUG$ those for melphalan , once or and @DRUG$ .	substrate , , a once Connolly accessible areas large and / or the molecule has calculated value , such @DRUG$ those for melphalan , triiodothyronine , @DRUG$ .	A substrate becomes a blocker once Connolly accessible areas become large and/or the molecule has a high calculated logP value.	1
0	Use of rice as a host plant offers not only attractive features of safe production in seeds but also self-containment of foreign genes, @DRUG$ @DRUG$ is primarily a self-pollinated crop plant.	Use of rice as a host plant offers not only attractive features of safe production in seeds but too self-containment of strange factor , @DRUG$ @DRUG$ is primarily a self-pollinated crop plant .	Use self-pollinated rice as a host plant offers not only attractive features of safe production in of but seeds self-containment of foreign genes , @DRUG$ @DRUG$ is primarily a also crop plant .	Use of rice as a plant offers not only attractive features of safe production in seeds but also self-containment of foreign genes @DRUG$ @DRUG$ is primarily a self-pollinated crop plant .	The use of rice as a host plant offers attractive features such as safe production in seeds and self-containment of foreign genes. @DRUG$ @DRUG$ is primarily a self-pollinated crop plant.	0
0	Various neurotransmitters, including acetylcholine, norepinephrine, dopamine, @DRUG$, excitatory and inhibitory amino acids, adenosine triphosphate, @DRUG$, and neuropeptides, have been implicated in the neural regulation of the lower urinary tract.	Various neurotransmitter , including acetylcholine , noradrenaline , dopamine , @DRUG$ , excitatory and inhibitory amino acids , adenosine triphosphate , @DRUG$ , and neuropeptides , have been implicated in the neural regulation of the lower urinary piece of ground .	Various neurotransmitters , including acetylcholine , , acids dopamine inhibitory @DRUG$ , excitatory and , amino , , adenosine triphosphate , @DRUG$ norepinephrine and neuropeptides , have been implicated in the neural regulation of the lower urinary tract .	Various neurotransmitters , including acetylcholine , norepinephrine , dopamine , @DRUG$ excitatory and inhibitory amino acids , adenosine triphosphate @DRUG$ , and neuropeptides , have been implicated in the neural regulation of the lower urinary .	@DRUG$ and @DRUG$ are both neurotransmitters that play a role in the neural regulation of the lower urinary tract.	0
0	Degarelix was @DRUG$ effective as leuprolide at reducing @DRUG$ <or=0.5 ng/ml from 1 month to study end.	Degarelix was @DRUG$ effective as leuprolide at reducing @DRUG$ < or =0.5 ng / ml from 1 calendar month to field end .	Degarelix was @DRUG$ effective as leuprolide at reducing @DRUG$ < to =0.5 ng / from ml 1 month or study end .	Degarelix was @DRUG$ effective as leuprolide at reducing @DRUG$ < =0.5 ng / from month to study end .	Degarelix was more effective than leuprolide at reducing @DRUG$ levels from 1 month to study end.	1
0	However, body weight-based hydrocodone and acetaminophen dosing regimens provided close approximation of adult exposures in pediatric patients with approximately 22% to 24% lower @DRUG$ and @DRUG$ dose/BW-normalized AUC in pediatric patients compared to adults.	However , consistency weight - based hydrocodone and datril dosing regimens provided close approximation of adult exposures in pediatric patients with roughly 22 % to 24 % lower @DRUG$ and @DRUG$ dose / bioattack -normalized AUC in pediatric patients compared to adults .	However , body weight - based and and acetaminophen dosing -normalized provided close approximation of adult exposures in pediatric patients with approximately 22 patients to 24 % lower @DRUG$ hydrocodone @DRUG$ dose / BW adults AUC in pediatric % compared to regimens .	However , body - based hydrocodone acetaminophen dosing regimens provided close approximation of adult exposures in pediatric patients with approximately 22 % to 24 % lower @DRUG$ @DRUG$ dose / BW -normalized AUC in patients compared to adults .	However, body weight-based hydrocodone and acetaminophen dosing regimens provided close approximation of adult exposures in pediatric patients with approximately 22% to 24% lower @DRUG$ and @DRUG$ dose/BW-normalized AUC in pediatric patients compared to adults.	0
1	The effects of @DRUG$ and the two lower doses of salmeterol (50 and 100 micrograms) on cardiovascular measurements and on tremor were similar, whereas after @DRUG$ 200 micrograms there was a small decrease in diastolic blood pressure and an increase in heart rate and tremor.	The effects of @DRUG$ and the  lower doses of salmeterol ( 50 and hundred micrograms ) on cardiovascular measurements and on tremor were similar , whereas after @DRUG$ 200 micrograms there was a small decrease in diastolic line air pressure and an increase in heart rate and tremor .	and effects of @DRUG$ The the two blood doses of salmeterol ( 50 and 100 micrograms ) on cardiovascular measurements and on tremor and similar heart whereas after @DRUG$ 200 micrograms there was a small decrease in diastolic lower pressure were an increase in , rate and tremor .	The effects of @DRUG$ and the two lower doses of salmeterol ( 50 and 100 micrograms ) on cardiovascular measurements and on tremor were similar , whereas after @DRUG$ 200 micrograms there was a small decrease in diastolic blood pressure and an increase in heart and tremor .	The effects of @DRUG$ and the two lower doses of salmeterol ( 50 and 100 micrograms ) on cardiovascular measurements and on tremor were similar .	1
1	BACKGROUND: @DRUG$ is the only US Food and Drug Administration-approved drug for Huntington's disease, and @DRUG$ was recently tested against placebo.	downplay : @DRUG$ is the only US Food and Drug government activity - approved drug for Huntington 's disease , and @DRUG$ was recently tested against placebo .	BACKGROUND : @DRUG$ is the drug US Food and Drug only - approved Administration for Huntington 's disease , and @DRUG$ was recently tested against placebo .	BACKGROUND : @DRUG$ is only US Food and Drug - approved drug for Huntington 's disease , and @DRUG$ was tested against placebo .	@DRUG$ is the only US Food and Drug Administration - approved drug for Huntington 's disease, and @DRUG$ was recently tested against placebo.	0
0	After intravenous administration at the dose rate of 50 mg/kg, the biological half-lives (T 1/2) of ASPM,SPM-I, @DRUG$ and midecamycin were 151, 103, 71 minutes and 54 minutes, respectively, and the apparent volumes of distribution (V beta) were 9.2, 8.9, 3.6 @DRUG$/kg and 7.7 L/kg, respectively.	After intravenous disposal at the superman rate of 50 mg / kilo , the biological half -lives ( T 1/2 ) of ASPM , SPM -I , @DRUG$ and midecamycin were 151 , 103 , 71 minutes and  minutes , severally , and the apparent volumes of distribution ( V genus beta ) were 9.2 , 8.9 , 3.6 @DRUG$ / kilo and 7.7 L/kg , severally .	After intravenous administration at the dose rate of ( apparent / kg , the 8.9 half -lives ( T 1/2 ) of ASPM / SPM -I , @DRUG$ and midecamycin were 151 , 103 , 71 minutes and and minutes , respectively , and the mg volumes of distribution , V beta ) were 9.2 , biological , 3.6 @DRUG$ 50 kg 54 7.7 L/kg , respectively .	After intravenous at the dose rate of 50 mg / kg , biological half -lives ( T 1/2 ) of ASPM , SPM -I @DRUG$ and midecamycin were 151 , 103 , 71 minutes and 54 minutes respectively , and the volumes of ( V beta ) were 9.2 , 8.9 , 3.6 @DRUG$ / kg and 7.7 L/kg , respectively .	After intravenous administration at the dose rate of 50 mg / kg , the biological half -lives ( T 1/2 ) of ASPM , SPM -I , @DRUG$ and midecamycin were 151 , 103 , 71 minutes and 54 minutes , respectively , and the apparent	1
0	RxOM3FAs that contain both EPA and DHA include @DRUG$-acid ethyl esters (ethyl esters of EPA and DHA; brand and generic products) and omega-3-carboxylic acids (free fatty acids primarily composed of EPA and @DRUG$), while the RxOM3FA icosapent ethyl (the ethyl ester of EPA) contains EPA only.	RxOM3 FAs that contain both environmental protection agency and DHA admit @DRUG$ - acidic ethyl group esters ( ethyl group esters of environmental protection agency and DHA ; brand and generic wine products ) and omega - 3 - carboxylic acids ( free fatty acids primarily composed of environmental protection agency and @DRUG$ ) , while the RxOM3FA icosapent ethyl group ( the ethyl group ester of environmental protection agency ) hold back environmental protection agency only .	RxOM3 FAs that acid both esters and ethyl include @DRUG$ - contain DHA EPA ( ethyl esters of EPA and DHA ; brand and generic products ) and omega - primarily - carboxylic acids ( ester fatty RxOM3FA 3 composed of EPA and @DRUG$ ) , while the acids icosapent ethyl ( the ethyl free of EPA ) contains EPA only .	RxOM3 FAs that contain both EPA DHA include @DRUG$ - acid ethyl esters ( ethyl of EPA and DHA ; brand and generic products ) and omega - 3 - carboxylic ( free acids primarily composed of EPA and @DRUG$ ) , while the RxOM3FA icosapent ( ethyl of EPA ) contains EPA only .	@DRUG$ is a type of RxOM3FA that contains both EPA and DHA, while @DRUG$ is a type of RxOM3FA that contains only EPA.	0
0	Consistent with these findings, in isolated mitochondria, DG8 but not @DRUG$ caused the NADH/@DRUG$ couple to become more reduced over time and mitochondrial deterioration ensued, suggesting direct inhibition of complex I and mitochondrial toxicity of DG8.	Consistent with these findings , in marooned chondriosome , DG8 but not @DRUG$ caused the NADH / @DRUG$ couple to become more reduced over time and mitochondrial declension ensued , suggesting direct suppression of complex I and mitochondrial toxicity of DG8 .	Consistent with these findings , in isolated mitochondria , DG8 but not @DRUG$ caused the NADH / @DRUG$ couple to become more reduced over time and mitochondrial and ensued , suggesting direct inhibition of complex deterioration I mitochondrial toxicity of DG8 .	Consistent with these findings , in isolated mitochondria , DG8 but not @DRUG$ caused the NADH / @DRUG$ couple to become more over time and mitochondrial deterioration ensued , direct inhibition of complex I and mitochondrial toxicity of DG8 .	DG8 (@DRUG$) caused the NADH / @DRUG$ couple to become more reduced over time and mitochondrial deterioration ensued, suggesting direct inhibition of complex I and mitochondrial toxicity of DG8.	0
1	CONCLUSIONS: Blood levels of long-chain @DRUG$ were associated with decreased risk of colorectal cancer among men not using @DRUG$.	close : rake levels of long-chain @DRUG$ were associated with decreased risk of colorectal cancer among men not using @DRUG$ .	colorectal : Blood levels of long-chain @DRUG$ were associated with decreased risk CONCLUSIONS of cancer among men not using @DRUG$ .	CONCLUSIONS : Blood levels of long-chain @DRUG$ were associated with decreased risk of cancer among men not using @DRUG$ .	The use of long-chain @DRUG$ was associated with a decreased risk of colorectal cancer among men not using @DRUG$ .	0
0	Adult male Wistar rats were assigned to four groups: saline/water; saline/NNZ-2591; @DRUG$/water and scopolamine/@DRUG$.	Adult male Wistar rats were assigned to four mathematical group : saline / water ; saline / NNZ - 2591 ; @DRUG$ / water and hyoscine / @DRUG$ .	Adult male Wistar to were assigned rats four - : saline / water ; saline / NNZ groups 2591 ; @DRUG$ / water and scopolamine / @DRUG$ .	Adult male Wistar rats were assigned to four groups : saline / ; saline / NNZ - 2591 ; @DRUG$ / water and scopolamine / @DRUG$	Adult male Wistar rats were assigned to four groups : saline / water ; saline / NNZ - 2591 ; @DRUG$ / water and scopolamine / @DRUG$ ."In the first group, the rats received saline or water. In the second group, the rats received saline	0
0	METHODS: Twenty-seven insulin-treated men with type 2 diabetes [body mass index 30.8 +/- 2.6 kg/@DRUG$(2) (mean +/- s.@DRUG$.), haemoglobin A(1c) 7.6 +/- 1.1%] were enrolled in this randomized, double-blind trial and participated in six euglycaemic glucose clamp experiments [target blood glucose (BG) 5 mmol/l] each.	METHODS : Twenty - seven insulin-treated men with type 2 diabetes [ torso mass index 30.8 +/- 2.6 kilo / @DRUG$ ( 2 ) ( mean +/- s.@DRUG$ . ) , haemoglobin A ( 1c ) 7.6 +/- 1.1 % ] were enroll in this randomized , double - blind trial and participated in sestet euglycaemic glucose clamp try out [ place blood glucose ( BG ) 5 mmol /  ] each .	METHODS : ) - seven insulin-treated men with and 2 glucose in body mass index 30.8 +/- 2.6 this / @DRUG$ ( 2 ) ( mean +/- s.@DRUG$ . ) , haemoglobin A ( 1c Twenty - +/- 1.1 % ] were enrolled [ kg randomized , double 7.6 blind trial type participated in six euglycaemic / clamp experiments [ target blood diabetes ( BG ) 5 mmol glucose l ] each .	METHODS : Twenty seven insulin-treated men with type 2 diabetes [ body mass index 30.8 +/- 2.6 kg / @DRUG$ ( 2 ) mean +/- s.@DRUG$ . ) , A ( 1c ) 7.6 +/- 1.1 % ] enrolled in this randomized , double - blind trial and participated in euglycaemic glucose clamp [ target blood glucose ( BG ) 5 mmol / l ] each .	Twenty-seven insulin-treated men with type 2 diabetes [body mass index 30.8 +/- 2.6 kg/@DRUG$ (2) (mean +/- s.@DRUG$.), haemoglobin A (1c) 7.6 +/- 1.1 %] were enrolled in this	0
0	+/- SD) was: 1.38 +/- 0.32, vs. after a 30-day treatment period with benazepril: 0.81 +/- 0.19 (p < 0.001), @DRUG$: 0.95 +/- 0.24, (p < 0.001), captopril: 1.09 +/- 0.27 (@DRUG$ < 0.02).	+/- coyote state ) was : 1.38 +/- 0.32 , vs. after a xxx - twenty four hours discussion menstruation with benazepril : 0.81 +/- 0.19 ( p < 0.001 ) , @DRUG$ : 0.95 +/- 0.24 , ( p < 0.001 ) , captopril : 1.09 +/- 0.27 ( @DRUG$ < 0.02 ) .	a SD - was : 1.38 +/- 0.32 , vs. after +/- 30 ) day treatment 0.02 with benazepril : 0.81 ) 0.19 ( ( < 0.001 ) , @DRUG$ : 0.95 +/- 0.24 , p p < 0.001 ) , captopril : 1.09 +/- 0.27 ( @DRUG$ < period +/- .	+/- SD ) was : 1.38 +/- , vs. after a 30 - day period with benazepril 0.81 +/- 0.19 ( p < 0.001 , @DRUG$ : 0.95 0.24 , ( p < 0.001 ) , captopril : 1.09 0.27 ( @DRUG$ < 0.02 ) .	The average difference in serum drug concentrations (@DRUG$-@DRUG$) was: 1.38 +/- 0.32, vs. after a 30-day treatment period with benazepril: 0.81 +/- 0.19 (p < 0.001), DRUGA: 0	0
0	Even when @DRUG$ was present in the diet at the National Research Council (NRC) requirement (5.4 mmol/kg diet), supplementary @DRUG$ decreased further liver TG levels below the levels achievable with choline alone.	Even when @DRUG$ was present in the diet at the National Research council ( nrc ) demand ( 5.4 mmol / kg diet ) , supplemental @DRUG$ decreased further liver TG levels below the levels achievable with choline alone .	) when @DRUG$ further present in the diet at the National Research Council ( NRC Even kg ( 5.4 mmol / requirement liver ) , supplementary @DRUG$ decreased was diet TG levels below the levels achievable with choline alone .	Even when @DRUG$ was present in the diet at the National Research Council ( NRC ) requirement ( 5.4 mmol / diet ) , supplementary @DRUG$ decreased further liver TG levels below the levels achievable with choline alone .	When @DRUG$ was present in the diet at the National Research Council ( NRC ) requirement ( 5.4 mmol / kg diet ) , supplementary @DRUG$ decreased further liver TG levels below the levels achievable with choline alone .	0
0	While @DRUG$-S levels were respectively 2498 +/- 98 ng/ml, 1435 +/- 1010 @DRUG$/ml and 1501 +/- +/- 89 ng/ml).	While @DRUG$ -S levels were severally 2498 +/- 98 ng /ml , 1435 +/- 1010 @DRUG$ / milliliter and 1501 +/- +/- 89 ng / milliliter ) .	While @DRUG$ -S levels were respectively 2498 +/- 98 ng /ml , 1435 +/- ng @DRUG$ / ml 1501 and +/- +/- 89 1010 / ml ) .	While @DRUG$ -S levels were 2498 +/- 98 ng /ml , 1435 +/- 1010 @DRUG$ / ml and 1501 +/- +/- 89 ng / ml ) .	@DRUG$ levels were approximately twice as high as @DRUG$ levels.	0
0	Triflusal is a preferential COX-2 inhibitor antiplatelet agent that is as effective @DRUG$ @DRUG$ in the prevention of serious vascular events.	Triflusal is a preferential COX - ii inhibitor antiplatelet agent that is as in force @DRUG$ @DRUG$ in the prevention of serious vascular events .	Triflusal is a preferential COX vascular 2 inhibitor agent antiplatelet that is as effective @DRUG$ @DRUG$ in the prevention of serious - events .	Triflusal is a preferential COX - 2 inhibitor antiplatelet agent is as effective @DRUG$ @DRUG$ in the prevention of serious vascular events .	Triflusal is a drug that is more effective than other drugs at preventing serious vascular events, specifically by inhibiting the COX - 2 enzyme.	1
1	@DRUG$ pharmacokinetics were determined after oral doses of 5, 10, and 20 @DRUG$ in normal volunteers.	@DRUG$ pharmacokinetics were determined after oral doses of 5 , 10 , and twenty @DRUG$ in normal volunteers .	@DRUG$ pharmacokinetics were determined after oral doses and 5 , 10 , of 20 @DRUG$ in normal volunteers .	@DRUG$ pharmacokinetics were determined after oral doses of 5 , 10 , and 20 @DRUG$ in volunteers .	The pharmacokinetics of @DRUG$ were determined after oral doses of 5, 10, and 20 @DRUG$ in normal volunteers.	0
0	@DRUG$ and diphenhydramine (specific inhibitors for CYP2B1/2), @DRUG$, disulfiram and isoniazid (inhibitors for CYP2E1), troleandomycin (inhibitor for CYP3A), and testosterone inactivated dorzolamide N-deethylase activity.	@DRUG$ and diphenhydramine ( specific inhibitors for CYP2B1 / deuce ) , @DRUG$ , disulfiram and inh ( inhibitors for CYP2E1 ) , troleandomycin ( inhibitor for CYP3A ) , and testosterone inactivated dorzolamide N-deethylase bodily process .	@DRUG$ / diphenhydramine ( specific inhibitors for CYP2B1 and 2 ) , @DRUG$ , ( and isoniazid ( inhibitors for CYP2E1 ) , disulfiram troleandomycin inhibitor for CYP3A ) , and testosterone inactivated dorzolamide N-deethylase activity .	@DRUG$ and diphenhydramine ( specific inhibitors for CYP2B1 / 2 ) , @DRUG$ , disulfiram and isoniazid ( inhibitors for ) , troleandomycin ( inhibitor for CYP3A ) , and testosterone inactivated dorzolamide N-deethylase .	@DRUG$ inhibits the activity of the enzyme CYP2B1/2, while @DRUG$ inhibits the activity of the enzyme CYP2E1. Troleandomycin inhibits the activity of the enzyme CYP3A, while testosterone inactivates the activity of the enzyme d	0
0	It is concluded that both @DRUG$ and @DRUG$ inhibit net fluid secretion by indirect mechanisms.	It is concluded that both @DRUG$ and @DRUG$ inhibit net fluent secretion by indirect mechanisms .	It is concluded that mechanisms @DRUG$ and @DRUG$ inhibit net fluid secretion by indirect both .	is concluded that both @DRUG$ and @DRUG$ net fluid secretion by indirect mechanisms	Both @DRUG$ and @DRUG$ inhibit net fluid secretion by causing an indirect decrease in fluid secretion.	0
0	Commercially available solutions of the nasal vasoconstrictors tymazoline, @DRUG$ or @DRUG$ do not alter ciliary movement ex vivo at dose levels equal to or greater than those clinically utilized.	Commercially available solutions of the nasal vasoconstrictors tymazoline , @DRUG$ or @DRUG$ do not alter ciliate movement ex vivo at dose levels be to or greater than those clinically utilised .	Commercially available solutions of the nasal vasoconstrictors tymazoline , @DRUG$ or @DRUG$ do not utilized ciliary movement ex vivo greater to levels equal dose or at than those clinically alter .	solutions of the vasoconstrictors tymazoline , @DRUG$ or @DRUG$ alter ciliary movement ex vivo at dose equal to or greater than those clinically utilized .	Commercially available solutions of the nasal vasoconstrictors tymazoline , @DRUG$ or @DRUG$ do not alter ciliary movement ex vivo at dose levels equal to or greater than those clinically utilized ."This means that at clinically utilized doses, commercially available solutions of the	0
1	The list includes lamotrigine, oxcarbazepine, @DRUG$, topiramate, and, more recently, @DRUG$.	The list include lamotrigine , oxcarbazepine , @DRUG$ , topiramate , and , more recently , @DRUG$ .	The topiramate includes lamotrigine , oxcarbazepine , @DRUG$ , list , and , more recently , @DRUG$ .	The list includes lamotrigine , oxcarbazepine , @DRUG$ , topiramate , and , recently , @DRUG$ .	Lamotrigine, oxcarbazepine, @DRUG$, topiramate, and, more recently, @DRUG$ are all antiepileptic drugs.	0
0	Responders (patients SNa levels normalized or increased by at least 5 mmol/L from baseline during the double-blind period) were 79% in the 25-@DRUG$ group (SNa 136 +/- 3 mmol/L; @DRUG$ = 0.006), 83% in the 50-mg group (SNa 140 +/- 6 mmol/L; P = 0.005), and 13% in the placebo group (SNa 130 +/- 5 mmol/L).	Responders ( patients SNa take down normalise or increased by at least 5 mmol / L from baseline during the dual - blind geological period ) were seventy nine % in the 25 - @DRUG$ group ( SNa 136 +/- 3 mmol /L ; @DRUG$ = 0.006 ) , 83 % in the fifty - mg group ( SNa 140 +/- sise mmol /L ; P = 0.005 ) , and  % in the placebo group ( SNa 130 +/- 5 mmol /L ) .	Responders - patients SNa 130 normalized mg increased by at least , mmol / L the baseline period from double - blind during - were 79 % in the 25 ) @DRUG$ group ( SNa 136 +/- 3 mmol /L ; @DRUG$ = 0.006 ) , 83 % in the 50 ( or /L ( SNa 140 +/- 6 mmol /L ; P = 0.005 ) 5 and 13 % in the placebo group ( SNa levels +/- 5 mmol group ) .	Responders ( patients SNa levels normalized or increased by at 5 mmol / L from baseline during the double - period were 79 % in the 25 - @DRUG$ group ( SNa 136 +/- 3 mmol /L ; @DRUG$ = 0.006 ) , 83 % in the - mg group ( SNa 140 +/- 6 mmol /L ; P = 0.005 ) , and 13 % in the placebo group ( SNa 130 +/- 5 mmol ) .	Responders ( patients SNa levels normalized or increased by at least 5 mmol / L from baseline during the double - blind period ) were 79 % in the 25 - @DRUG$ group ( SNa 136 +/- 3 mmol /L ; @DRUG$ = 0.006 ) , 83 % in	0
1	In clinical trials, @DRUG$ is well-tolerated and has a low frequency of side effects similar to that of H2-receptor antagonists or @DRUG$.	In clinical trials , @DRUG$ is advantageously - tolerated and has a sir david low frequency of side effects similar to that of H2 - receptor antagonists or @DRUG$ .	In clinical trials H2 @DRUG$ side well - tolerated and has a low frequency of is effects similar to that of , - receptor antagonists or @DRUG$ .	In clinical trials , @DRUG$ is well - tolerated and has a low frequency of side effects similar to that of H2 - receptor antagonists or @DRUG$ .	@DRUG$ is well-tolerated and has a low frequency of side effects similar to that of H2-receptor antagonists or @DRUG$.	0
1	The LMWH, @DRUG$, has been shown in randomised clinical trials to be as effective and safe as @DRUG$ for the initial treatment of venous thromboembolism and in clinical trials, it has been used in place of warfarin for the long-term treatment of deep vein thrombosis.	The LMWH , @DRUG$ , has been shown in randomize clinical trial to be as effective and secure as @DRUG$ for the initial treatment of venous thromboembolism and in clinical trial , it has been apply in place of warfarin for the long- term treatment of cryptic vein thrombosis .	be LMWH , @DRUG$ , has been shown in vein clinical and to The for effective trials safe as @DRUG$ for initial the treatment of venous thromboembolism and in clinical trials , it has been used in place of warfarin as the long- term treatment of deep randomised thrombosis .	The LMWH , @DRUG$ , has been shown in randomised clinical trials to be as effective and safe as @DRUG$ for the initial treatment of venous thromboembolism and in clinical , it has been used in place of warfarin for the long- term treatment of deep vein thrombosis .	@DRUG$ has been shown to be as effective and safe as @DRUG$ for the initial treatment of venous thromboembolism, and in clinical trials it has been used in place of warfarin for the long-term treatment of deep vein thrombosis.	0
0	This damage can be prevented by the early administration of sulfhydryl compounds such @DRUG$ methionine and @DRUG$.	This terms can be prevented by the early administration of sulfhydryl compounds such @DRUG$ methionine and @DRUG$ .	This damage can be prevented by administration early the of sulfhydryl compounds such @DRUG$ methionine and @DRUG$ .	This damage can be prevented the early administration of sulfhydryl such @DRUG$ methionine and @DRUG$ .	The early administration of sulfhydryl compounds such as methionine can prevent damage caused by @DRUG$.	1
0	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, glembatumumab vedotin) and 15 mAbs are for non-cancer indications (caplacizumab, lanadelumab, roledumab, tralokinumab, risankizumab, SA237, emapalumab, @DRUG$, erenumab, eptinezumab, fremanezumab, fasinumab, tanezumab, @DRUG$, brolucizumab).	Of these , cinque mAbs are for genus cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , glembatumumab vedotin ) and xv mAbs are for non-cancer meter reading ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , @DRUG$ , erenumab , eptinezumab , fremanezumab , fasinumab , tanezumab , @DRUG$ , brolucizumab ) .	Of these , 5 mAbs are for cancer ( , , JNJ - 56022473 , ublituximab , anetumab ravtansine , glembatumumab vedotin ) and 15 mAbs are for non-cancer , ( caplacizumab , lanadelumab erenumab roledumab durvalumab tralokinumab , emapalumab , SA237 , risankizumab , @DRUG$ , , , eptinezumab indications fremanezumab , fasinumab , tanezumab , @DRUG$ , brolucizumab ) .	Of these , 5 mAbs are for ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , glembatumumab ) and 15 mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 emapalumab , @DRUG$ erenumab , eptinezumab fremanezumab , fasinumab , tanezumab @DRUG$ ) .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, glembatumumab vedotin) and 15 mAbs are for non-cancer indications (ca	1
0	@DRUG$ inhibited dopamine agonist (apomorphine, amphetamine or cocaine)-induced behavioral effects at low doses (0.014-0.042 mg/kg) and was, thereby, equipotent with haloperidol (0.016-0.024 mg/kg) and 2.0 to 8.3 times more potent than @DRUG$.	@DRUG$ inhibited dopamine protagonist ( apomorphine , amphetamine or cocaine ) - hasten behavioral effects at dispirited doses ( 0.014-0.042 atomic number  / kg ) and was , thereby , equipotent with haloperidol ( 0.016-0.024 atomic number  / kg ) and 2.0 to 8.3 times more potent than @DRUG$ .	@DRUG$ inhibited dopamine agonist apomorphine ( , amphetamine or cocaine ) - 0.014-0.042 behavioral effects at low doses ( induced mg / kg ) and was , thereby , equipotent with haloperidol ( 0.016-0.024 mg / kg ) and 2.0 to 8.3 times more potent than @DRUG$ .	@DRUG$ inhibited dopamine agonist ( apomorphine , amphetamine or cocaine - induced behavioral effects at doses ( 0.014-0.042 mg / kg ) and , thereby equipotent with haloperidol ( 0.016-0.024 mg / ) and 2.0 to 8.3 times more potent than @DRUG$ .	@DRUG$ inhibited dopamine agonist ( apomorphine , amphetamine or cocaine ) - induced behavioral effects at low doses ( 0.014-0.042 mg / kg ) and was , thereby , equipotent with haloperidol ( 0.016-0.024 mg / kg	1
0	The storage life of beef and @DRUG$ packaged in an atmosphere with low carbon monoxide and high @DRUG$.	The storage life of beef and @DRUG$ packaged in an atmosphere with low carbon monoxide and richly @DRUG$ .	The carbon life of beef and @DRUG$ packaged in an atmosphere with low storage monoxide and high @DRUG$ .	The storage life of beef and @DRUG$ packaged in an atmosphere with low carbon monoxide and high @DRUG$ .	The storage life of beef and @DRUG$ packaged in an atmosphere with low carbon monoxide and high oxygen levels is significantly shorter than when packaged in an atmosphere with high carbon monoxide and low oxygen levels.	1
0	Hydrolysis of amphenicol and macrolide antibiotics: Chloramphenicol, @DRUG$, @DRUG$, and tylosin.	hydrolysis of amphenicol and macrolide antibiotics : Chloramphenicol , @DRUG$ , @DRUG$ , and tylosin .	Hydrolysis of amphenicol and macrolide antibiotics : Chloramphenicol , @DRUG$ , @DRUG$ , and tylosin .	Hydrolysis of amphenicol and macrolide antibiotics : Chloramphenicol , @DRUG$ @DRUG$ , and tylosin .	@DRUG$ is an antibiotic that is broken down (hydrolyzed) by the enzyme @DRUG$.	0
1	The @DRUG$ concentration in the iris root-ciliary body was reduced by @DRUG$ at 1 X 10(-5) M concentration.	The @DRUG$ concentration in the iris diaphragm root-ciliary body was reduced by @DRUG$ at 1 X  ( - 5 ) M concentration .	The @DRUG$ concentration in the 1 root-ciliary body was reduced by @DRUG$ 10 iris X at ( - 5 ) M concentration .	The @DRUG$ concentration in the iris root-ciliary body was reduced by @DRUG$ at 1 X 10 - 5 ) M concentration .	When @DRUG$ is present at a concentration of 1 X 10 ( - 5 ) M, @DRUG$ reduces the concentration of DRUGA in the iris root-ciliary body.	0
0	In all patients, fasting serum uric acid, calcium, sodium, potassium, cholesterol, triglyceride, @DRUG$ (PTH) values, and morning second-spot urine @DRUG$ and creatinine levels were assessed before and 8 weeks after treatment with indapamide.	In all patients , fasting blood serum uric acid , calcium , sodium , atomic number  , cholesterol , triglyceride , @DRUG$ ( PTH ) values , and dawning second -spot urine @DRUG$ and creatinine levels were assessed before and 8 weeks after discussion with indapamide .	In all patients , fasting serum uric acid , -spot , sodium , potassium , cholesterol PTH triglyceride , @DRUG$ were ) , values , and morning second calcium urine @DRUG$ and creatinine levels ( assessed before and 8 weeks after treatment with indapamide .	In all patients , fasting serum uric acid , , sodium , potassium , cholesterol , , @DRUG$ ( PTH ) values , and morning second urine @DRUG$ and levels were assessed and 8 weeks after treatment with indapamide .	In all patients, fasting serum uric acid, calcium, sodium, potassium, cholesterol, triglyceride, @DRUG$ (PTH) values, and morning second-spot urine @DRUG$ and creatinine levels were assessed before and 8 weeks after treatment with indapamide.	0
0	Preliminary evidence indicates an effect of @DRUG$-citalopram on the association of escitalopram with the high affinity primary site, and on its dissociation from the @DRUG$ transporter, via an allosteric mechanism.	Preliminary evidence betoken an effect of @DRUG$ - citalopram on the tie up of escitalopram with the high affinity primary place , and on its dissociation from the @DRUG$ transporter , via an allosteric mechanism .	Preliminary evidence indicates an effect of @DRUG$ - citalopram on the affinity of escitalopram primary the high association on site , and with its dissociation from the @DRUG$ transporter , via an allosteric mechanism .	Preliminary evidence indicates an effect of @DRUG$ - citalopram on the association of escitalopram with the high affinity primary site , and on its dissociation from the @DRUG$ transporter via allosteric mechanism .	Preliminary evidence indicates that @DRUG$ can affect the way that @DRUG$ binds to its primary site, and the way that it dissociates from the transporter.	0
0	In human liver slices, direct N-glucuronidation of @DRUG$ at the @DRUG$ nitrogens (M43.2, M43.8, and M45.3) was found, with M43.8 being the major metabolite.	In human being liver fade , guide N-glucuronidation of @DRUG$ at the @DRUG$ nitrogens ( M43.2 , M43.8 , and M45.3 ) was found , with M43.8 being the major metabolite .	In at liver slices M43.8 direct N-glucuronidation of @DRUG$ human the @DRUG$ nitrogens ( M43.2 , , , M45.3 and ) was found , with M43.8 being the major metabolite .	In human liver slices , N-glucuronidation of @DRUG$ at @DRUG$ nitrogens ( M43.2 , M43.8 and M45.3 ) was found , with M43.8 being the metabolite	@DRUG$ is directly metabolized to @DRUG$ in human liver slices, with M43.8 being the major metabolite.	0
1	@DRUG$ has increased gram-negative activity compared with @DRUG$, including activity against Haemophilus influenzae, while maintaining activity against gram-positive organisms.	@DRUG$ has increased gram-negative activity compared with @DRUG$ , including activity against Haemophilus influenzae , while sustain activity against gram positive organisms .	@DRUG$ against increased gram-negative activity compared with @DRUG$ , including activity against Haemophilus influenzae while , maintaining activity has gram-positive organisms .	@DRUG$ has increased gram-negative activity compared with @DRUG$ , including activity against Haemophilus influenzae , while maintaining activity against gram-positive organisms .	@DRUG$ has more gram-negative activity than @DRUG$, including activity against Haemophilus influenzae, while still maintaining activity against gram-positive organisms.	0
0	Subjects compound heterozygous for F508del and G551D, taking physician-prescribed ivacaftor, received @DRUG$ (100 @DRUG$ every day).	subjugate compound heterozygous for F508del and G551D , taking doctor - prescribed ivacaftor , received @DRUG$ ( 100 @DRUG$ every day ) .	Subjects compound heterozygous for F508del and G551D ( taking physician - prescribed ivacaftor , received @DRUG$ , every @DRUG$ 100 day ) .	Subjects compound heterozygous F508del and G551D taking physician - prescribed ivacaftor , received @DRUG$ ( 100 @DRUG$ every day ) .	Subjects who are compound heterozygous for F508del and G551D, and who are taking physician-prescribed ivacaftor, receive 100 @DRUG$ every day.	1
0	Metabolism of OBZ to its metabolite in vitro was significantly inhibited by @DRUG$-incubation with the cytochrome P450 inhibitor @DRUG$.	metamorphosis of OBZ to its metabolite in vitro was importantly inhibited by @DRUG$ - incubation with the cytochrome P450 inhibitor @DRUG$ .	metabolite of OBZ to was Metabolism in vitro its significantly inhibited by @DRUG$ - incubation with the cytochrome P450 inhibitor @DRUG$ .	Metabolism of to its metabolite in significantly inhibited by @DRUG$ incubation with the cytochrome inhibitor @DRUG$ .	@DRUG$ inhibits the metabolism of OBZ to its metabolite in vitro.	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, @DRUG$, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, @DRUG$/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This issue nidus on the come after survival of the fittest of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , ordure - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , @DRUG$ , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( actuate ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( man ) ; hMaxi -K , man papillomavirus vaccinum ; Imatinib mesylate , indiplon , i ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , @DRUG$ / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce vitamin b , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort pull , sunitinib malate ; cialis , tanaproget , taxus , tiotropium cliche , treprostinil atomic number  ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the Tadalafil selection of , : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; tanaproget , BMS - 214662 , bortezomib following bosentan ; , / betamethasone dipropionate , CEA-TRICOM , cetuximab irofulven @DRUG$ , clofarabine , Cypher 2 Dalbavancin , darbepoetin alfa , peginterferon bromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine -K darifenacin dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , pramlintide oxalate , eszopiclone ; ; ; Gefitinib ; gestodene , ghrelin ( human ) ; hMaxi hydrochloride , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 treprostinil tositumomab Calcipotriol , , ISS - Wort ; Lasofoxifene tartrate , @DRUG$ / carbidopa / entacapone ditriflutate , doxorubicin ; Nemifitide liposomal , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon ; - 2a , , alfa - Fenretinide b drugs phVEGF - A165 , pimecrolimus , escitalopram acetate ; Rasburicase , rimonabant hydrochloride alfa , , St. John's 1018 extract Satraplatin sunitinib malate ; , , beta-Methyl-6-chloromelatonin , Taxus , tiotropium hydrobromide , ) sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran , Zileuton .	This issue focuses on the following selection drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - , bortezomib , ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , @DRUG$ , , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , ( i131 ) tositumomab , , ISS - 1018 ; Lasofoxifene tartrate , @DRUG$ / carbidopa / , doxorubicin Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa 2a , alfa - 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib ; , tanaproget , Taxus , tiotropium , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate Ximelagatran ; Zileuton .	@DRUG$ is a drug that is used in combination with @DRUG$.	0
0	Altering functional @DRUG$-gp in the gut is likely to influence absorption of some sedating antihistamines such @DRUG$ dimenhydrinate and hydroxyzine and most less-sedating antihistamines except loratadine.	Altering functional @DRUG$ - gp in the gut is likely to influence absorption of some tranquillise antihistamines such @DRUG$ dimenhydrinate and atarax and most less-sedating antihistamines except loratadine .	Altering the @DRUG$ - gp in functional gut is likely to influence absorption of and sedating antihistamines such @DRUG$ dimenhydrinate some hydroxyzine and most less-sedating antihistamines except loratadine .	Altering functional @DRUG$ - gp in the gut is likely to influence absorption of some sedating antihistamines @DRUG$ dimenhydrinate and less-sedating antihistamines except loratadine .	Altering functional @DRUG$ - gp in the gut is likely to influence absorption of some sedating antihistamines such as dimenhydrinate and hydroxyzine, and most less-sedating antihistamines except loratadine.	1
0	@DRUG$, an active ingredient extensively found in plants such as Aloe, Cassitora L., @DRUG$ and so on, has been used for a long time in China.	@DRUG$ , an active factor extensively found in plants such as Aloe , Cassitora L. , @DRUG$ and so on , has been use for a long meter in China .	@DRUG$ , an , ingredient extensively found in plants such as Aloe active China L. , @DRUG$ and so on , has been used for a long time in Cassitora .	@DRUG$ , active ingredient extensively found in plants such as Aloe , Cassitora L. , @DRUG$ and so on , has used for a long time in China .	@DRUG$ is an active ingredient that is extensively found in plants such as Aloe, Cassitora L., and @DRUG$. DRUGA has been used for a long time in China.	0
0	@DRUG$ hydrochloride hydrate (@DRUG$-115), a specific Rho-associated coiled-coil containing protein kinase (ROCK) inhibitor, was the first ophthalmic solution developed for the treatment of glaucoma and ocular hypertension in Japan.	@DRUG$ hydrochloride hydrate ( @DRUG$ -  ) , a specific Rho-associated coiled - coil containing protein kinase ( john rock ) inhibitor , was the first ophthalmic solution arise for the treatment of glaucoma and optical hypertension in Japan .	@DRUG$ hydrochloride hydrate ( @DRUG$ - 115 a , ) specific in coiled - coil containing ( treatment protein ROCK ) inhibitor , was the first ophthalmic solution developed for the kinase of glaucoma and ocular hypertension Rho-associated Japan .	@DRUG$ hydrochloride hydrate ( @DRUG$ - 115 ) , a specific Rho-associated coiled - coil containing protein kinase ( ROCK ) inhibitor , was the ophthalmic developed for the treatment of glaucoma ocular in Japan .	@DRUG$ is a specific inhibitor of the Rho-associated coiled-coil containing protein kinase (ROCK), which was first developed as an ophthalmic solution for the treatment of glaucoma and ocular hypertension in Japan.	1
1	The pattern of @DRUG$-induced relaxation was different from that of @DRUG$, the L-type Ca(2+) channel blocker.	The pattern of @DRUG$ - induced relaxation was different from that of @DRUG$ , the L-type ca ( 2 + ) channel blocking agent .	The pattern of @DRUG$ - induced relaxation L-type different from that was @DRUG$ , the of Ca ( 2 + ) channel blocker .	The pattern of @DRUG$ - induced relaxation was different from that @DRUG$ , L-type Ca ( 2 + ) channel blocker .	@DRUG$ caused relaxation that was different from the relaxation caused by @DRUG$ .	0
0	The toxicity of imidacloprid was similar to that of the organophosphorus pesticide diazinon, tested earlier using the same methods [Stanek, @DRUG$., Drobne, @DRUG$., Trebse, P., 2006.	The toxicity of imidacloprid was similar to that of the organophosphorus pesticide diazinon , quiz before victimisation the same methods [ Stanek , @DRUG$ . , Drobne , @DRUG$ . , Trebse , P. , 2006 .	The toxicity pesticide imidacloprid P. similar to that of the organophosphorus of diazinon , tested earlier using the same methods [ Stanek , @DRUG$ , , Drobne , @DRUG$ . , Trebse , was . 2006 .	toxicity of imidacloprid was similar to that of the organophosphorus pesticide diazinon , tested earlier using the same methods [ Stanek @DRUG$ . Drobne , @DRUG$ . Trebse , P. 2006 .	The toxicity of imidacloprid was similar to that of the organophosphorus pesticide diazinon, tested earlier using the same methods.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, @DRUG$, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and @DRUG$ of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	angstrom unit review of commercially useable oral and injectable solution formulations uncover that the solubilizing excipients admit pee - soluble organic solvents ( polyethylene diol  , polyethylene diol 400 , ethanol , propylene diol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH xl , Cremophor RH  , d-alpha-tocopherol polyethylene diol 1000 succinate , polysorbate xx , polysorbate 80 , Solutol enthalpy fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of PEG  , 400 , or 1750 ) , pee - indissoluble lipids ( caster oil , corn oil , cottonseed oil , european olive tree oil , peanut oil , @DRUG$ , safflower oil , sesame oil , soybean oil , hydrogenated vegetable anoint , hydrogenated soybean oil , and @DRUG$ of coco palm oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , respective cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soybean phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially , oral and injectable d-alpha-tocopherol monooleate reveals that the solubilizing excipients propylene water - Labrafil organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , include glycol , diglycerides , N-methyl semi-solids olive corn pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , solution polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan formulations , poloxamer 407 , Labrafil M-1944CS oil soluble M-2125CS , 44/14 , Gellucire Labrasol , Softigen 767 , and mono- and coconut acid esters of PEG 300 , 400 , or 1750 ) , ) - insoluble lipids ( castor oil , - oil , cottonseed oil , , oil , beta-cyclodextrin oil , @DRUG$ , safflower oil , sesame , , glycerin oil , hydrogenated vegetable oils phosphatidylcholine hydrogenated soybean oil , and @DRUG$ of di-fatty oil and beeswax seed oil , , organic liquids / - ( palm , d-alpha-tocopherol hydroxypropyl- oleic acid , medium- chain mono- and soybean water , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , , beta-cyclodextrin , and sulfobutylether - peanut ) , and phospholipids ( hydrogenated soy ) available distearoylphosphatidylglycerol 2 L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution reveals that the solubilizing excipients water soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 ethanol , glycol glycerin , - 2 - , dimethylacetamide , and dimethylsulfoxide ) non-ionic surfactants ( EL , Cremophor RH 40 Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , M-1944CS , Labrafil M-2125CS Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters PEG 300 , 400 , or 1750 , water - insoluble lipids ( castor oil corn oil , cottonseed oil , olive oil , peanut oil , @DRUG$ , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and @DRUG$ coconut oil palm seed oil , organic liquids / semi-solids ( d-alpha-tocopherol , oleic acid , chain mono- and diglycerides ) , various cyclodextrins alpha-cyclodextrin beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	@DRUG$ was taken up less well than @DRUG$ due to a substantial reduction in the turnover rate and decreased affinity of the transporter for cefixime.	@DRUG$ was taken up less well than @DRUG$ due to a solid reduction in the turnover rate and decreased affinity of the conveyor for cefixime .	@DRUG$ was taken up less well than @DRUG$ due to a substantial reduction in the of rate and decreased affinity transporter the turnover for cefixime .	@DRUG$ was taken up less well than @DRUG$ due a substantial reduction in the turnover rate and decreased affinity of the transporter for cefixime .	@DRUG$ was taken up less well than @DRUG$ because the transporter had a reduced turnover rate and decreased affinity for cefixime.	0
0	The study also sought to determine the principal toxicities and maximum tolerated dose of AN-9 on this intermittent schedule, @DRUG$ well as the effects of @DRUG$ on fetal hemoglobin production, a parameter indicative of RBC differentiation.	The study also sought to determine the star toxicities and maximum tolerated dose of AN - 9 on this intermittent schedule , @DRUG$ easily as the effects of @DRUG$ on foetal hemoglobin production , a parameter indicative of red blood cell differentiation .	study The also sought the of the principal toxicities and maximum tolerated dose of AN - 9 on this intermittent schedule , @DRUG$ differentiation as to effects of @DRUG$ on fetal hemoglobin production , a parameter indicative determine RBC well .	The study also sought to the toxicities and maximum tolerated dose of AN - 9 on this intermittent schedule , @DRUG$ well as the effects of @DRUG$ on fetal hemoglobin production , a parameter indicative of RBC differentiation .	The study also sought to determine the principal toxicities and maximum tolerated dose of AN - 9 on this intermittent schedule , as well as the effects of @DRUG$ on fetal hemoglobin production , a parameter indicative of RBC differentiation .	1
0	We conclude that @DRUG$ from @DRUG$, when given just before ingestion of lactose by lactose malabsorbers, can produce a dose-dependent reduction (statistically significant for the 500-mg dose) in breath hydrogen excretion, bloating, and flatus.	We conclude that @DRUG$ from @DRUG$ , when sacrifice just before uptake of lactose by lactose malabsorbers , can produce a dose-dependent reducing ( statistically pregnant for the 500 - mg dose ) in breath hydrogen excretion , bloating , and flatus .	We conclude that @DRUG$ from @DRUG$ , when excretion just before ingestion of lactose by malabsorbers lactose , can given a dose-dependent reduction ( statistically significant for the 500 - mg dose ) in breath and produce , bloating , hydrogen flatus .	We conclude that @DRUG$ @DRUG$ , when given just before ingestion by lactose malabsorbers can produce reduction ( statistically significant for the 500 - dose in breath hydrogen excretion bloating , and flatus .	When @DRUG$ is given to lactose malabsorbers just before they ingest lactose, it can produce a dose-dependent reduction in breath hydrogen excretion, bloating, and flatus.	1
0	In this review, a variety of preclinical as well @DRUG$ clinical proof-of-concept studies of @DRUG$, including the studies of its discovery, mechanism of action, viral resistance, and host polymorphism profiles are reviewed.	In this review , a variety of preclinical as wellspring @DRUG$ clinical proof-of-concept studies of @DRUG$ , including the studies of its find , mechanics of action , viral resistance , and host polymorphism profiles are reviewed .	discovery this review , a variety of preclinical as well @DRUG$ clinical host studies of @DRUG$ , including the studies of its In , mechanism of action , viral resistance proof-of-concept and , polymorphism profiles are reviewed .	In this review a variety of preclinical as well @DRUG$ proof-of-concept studies of @DRUG$ the studies of its discovery , mechanism of action , viral resistance , and host polymorphism profiles are reviewed .	@DRUG$ is a preclinical as well as clinical proof-of-concept study of @DRUG$, including the studies of its discovery, mechanism of action, viral resistance, and host polymorphism profiles.	0
0	RESULTS: In 2 randomized, double-blind, placebo-controlled trials (total number of patients, 647), telmisartan 40 or 80 mg/@DRUG$ was at least as effective as @DRUG$ 20 mg/d for lowering blood pressure (BP) in patients with mild to moderate hypertension.	RESULTS : In 2 randomized , double - unreasoning , placebo- insure trials ( total number of patients , 647 ) , telmisartan 40 or 80 mg / @DRUG$ was at least as effective as @DRUG$ 20 mg / d for lowering blood pressure ( BP ) in patients with modest to hold in high blood pressure .	RESULTS : In 2 moderate for double - blind , placebo- controlled 80 ( total number of patients , 647 ) , telmisartan 40 or trials mg / @DRUG$ was at least as effective as @DRUG$ 20 mg / d hypertension lowering with pressure ( BP ) in patients blood mild to randomized , .	RESULTS : In 2 randomized , double - placebo- controlled trials ( total number of patients , 647 ) , telmisartan 40 or 80 mg / @DRUG$ at least as effective as @DRUG$ 20 mg / d for lowering blood pressure BP ) in patients with mild to moderate hypertension .	Telmisartan 40 or 80 mg was at least as effective as @DRUG$ 20 mg for lowering blood pressure in patients with mild to moderate hypertension.	1
1	@DRUG$ amplifies the potency and reinforcing effects of amphetamines by increasing @DRUG$ transporter expression.	@DRUG$ amplifies the potency and reinforcing effects of amphetamines by increasing @DRUG$ conveyor expression .	@DRUG$ amplifies the potency reinforcing and effects of amphetamines by increasing @DRUG$ transporter expression .	@DRUG$ amplifies the and reinforcing effects of amphetamines by increasing @DRUG$ transporter expression .	@DRUG$ makes @DRUG$ work better by increasing the number of DRUGB transporters.	0
0	In current cardiovascular disease pharmacology, four drug clusters - @DRUG$ Converting Enzyme Inhibitors, Beta-Blockers, @DRUG$ Channel Blockers and Diuretics - cover the major therapeutic characteristics of the most antihypertensive drugs.	inward current cardiovascular disease pharmacology , four drug clusters - @DRUG$ Converting enzyme Inhibitors , Beta-Blockers , @DRUG$ Channel Blockers and Diuretics - cover the john major therapeutic characteristics of the most antihypertensive drugs .	In current cardiovascular Beta-Blockers pharmacology , four drug clusters - @DRUG$ Converting therapeutic Inhibitors cover disease , @DRUG$ Channel Blockers and Diuretics - , the major Enzyme characteristics of the most antihypertensive drugs .	In current cardiovascular disease pharmacology , four drug clusters - @DRUG$ Converting Enzyme Inhibitors , Beta-Blockers , @DRUG$ Channel Blockers and Diuretics - cover the major therapeutic characteristics of the most antihypertensive drugs .	There are four drug clusters - @DRUG$ Converting Enzyme Inhibitors, Beta-Blockers, @DRUG$ Channel Blockers, and Diuretics - that cover the major therapeutic characteristics of the most antihypertensive drugs.	0
1	After premedication with oral diazepam, anesthesia was induced with fentanyl and @DRUG$ and maintained with @DRUG$/oxygen and 0.5% inspired isoflurane.	After premedication with oral valium , anesthesia was induced with fentanyl and @DRUG$ and maintained with @DRUG$ / atomic number  and 0.5 % inspired isoflurane .	After / with oral diazepam , anesthesia was induced with fentanyl and @DRUG$ and maintained with @DRUG$ premedication oxygen and 0.5 % inspired isoflurane .	After premedication with oral diazepam , anesthesia was induced with fentanyl and @DRUG$ and maintained with @DRUG$ / oxygen and 0.5 % inspired isoflurane .	After premedication with oral diazepam, anesthesia was induced with fentanyl and @DRUG$ and maintained with @DRUG$/oxygen and 0.5% inspired isoflurane.	0
0	The MTD of @DRUG$ when administered with paclitaxel was 150 @DRUG$ QD.	The MTD of @DRUG$ when allot with paclitaxel was 150 @DRUG$ QD .	paclitaxel MTD of @DRUG$ when administered with The was 150 @DRUG$ QD .	The MTD of @DRUG$ when administered with paclitaxel was 150 @DRUG$ QD .	The MTD of @DRUG$ when administered with paclitaxel was 150 @DRUG$ QD ."This means that when DRUGA is administered with paclitaxel, the maximum tolerated dose (MTD) of DRUGA is 150 DRUGB per day.	0
0	Plating, @DRUG$-labelling index, ultra-structure, and soft agar colony growth were determined after incubation with MPA, and/or @DRUG$, procarbazine and methotrexate (MTX).	Plating , @DRUG$ - labelling index , ultra-structure , and soft nutrient agar dependency maturation were determined after incubation with MPA , and / or @DRUG$ , procarbazine and methotrexate ( MTX ) .	Plating , @DRUG$ - labelling index , ultra-structure , and soft ( colony growth were determined after incubation with MPA or and / , @DRUG$ , procarbazine and methotrexate agar ) MTX .	Plating @DRUG$ - labelling index , , and soft agar colony growth were determined after incubation MPA , and / or @DRUG$ , procarbazine and methotrexate ( MTX ) .	Plating , @DRUG$ - labelling index , ultra-structure , and soft agar colony growth were determined after incubation with MPA , and / or @DRUG$ , procarbazine and methotrexate ( MTX ) ."DRUGA and DRUGB	0
0	The plasma pharmacokinetics of alpha-dihydroergocryptine (DHEC, CAS 14271-05-7) were investigated in 24 patients with Parkinson disease after the administration of repeated oral doses of 40 mg DHEC twice daily by means of a novel 40 mg DHEC tablet (Almirid 40 mg test T) and an established 20 @DRUG$ DHEC tablet (Almirid 20 mg - reference @DRUG$).	The plasma pharmacokinetics of alpha-dihydroergocryptine ( DHEC , atomic number  14271-05 - 7 ) were investigated in 24 patients with Parkinson disease after the administration of replicate oral std of xl mg DHEC twice daily by means of a novel xl mg DHEC tablet ( Almirid xl mg psychometric test T ) and an established 20 @DRUG$ DHEC tablet ( Almirid 20 mg - credit @DRUG$ ) .	The plasma pharmacokinetics of alpha-dihydroergocryptine ( DHEC , investigated 14271-05 - 7 ) DHEC DHEC in 24 patients oral Parkinson disease of the administration of repeated with doses after 40 mg were twice daily ) means of a novel 40 mg DHEC tablet ( Almirid 40 mg test T by and an established 20 @DRUG$ CAS tablet ( Almirid 20 mg - reference @DRUG$ ) .	The plasma pharmacokinetics of alpha-dihydroergocryptine ( DHEC , CAS - 7 ) were investigated in 24 patients with Parkinson disease after the administration of doses of 40 mg DHEC twice daily means of a novel 40 mg DHEC tablet ( Almirid 40 mg T an established @DRUG$ DHEC tablet ( Almirid 20 mg - @DRUG$ ) .	The plasma pharmacokinetics of alpha-dihydroergocryptine ( DHEC ) were investigated in 24 patients with Parkinson disease after the administration of repeated oral doses of 40 mg DHEC twice daily by means of a novel 40 mg DHEC tablet ( Almirid 40 mg test T	1
0	Acute Hg intoxication can be managed with @DRUG$ as first choice chelator, whereas the less toxic 2,3-dimercaptosuccinic acid (@DRUG$) and 2,3-dimercaptopropane-1-sulfonic acid (DMPS) should be reserved for cases of less severe inorganic Hg or methyl-Hg acute intoxication.	Acute Hg tipsiness can be wield with @DRUG$ as first prize chelator , whereas the less toxic 2,3 - dimercaptosuccinic acid ( @DRUG$ ) and 2,3 - dimercaptopropane-1- sulfonic acid ( DMPS ) should be reserved for cases of less spartan inorganic Hg or methyl radical - Hg acute tipsiness .	Acute Hg intoxication less be managed with @DRUG$ as first choice chelator , whereas the can toxic 2,3 - DMPS acid ( @DRUG$ ) and 2,3 - dimercaptopropane-1- sulfonic acid ( methyl ) should be reserved for cases of less severe dimercaptosuccinic acute or inorganic - Hg Hg intoxication .	Acute Hg intoxication can be managed with @DRUG$ as first choice chelator , whereas the less toxic 2,3 - dimercaptosuccinic acid ( @DRUG$ ) and 2,3 - dimercaptopropane-1- sulfonic acid ( DMPS ) should be reserved for cases of less severe inorganic Hg or - Hg acute intoxication .	@DRUG$ is the preferred chelator for acute Hg intoxication, while @DRUG$ and DMPS should be reserved for less severe cases.	0
0	U.S. Food and Drug Administration has approved @DRUG$, acesulfame-k, neotame, cyclamate and alitame for use @DRUG$ per acceptable daily intake (ADI) value.	U.S. Food and Drug Administration has approved @DRUG$ , acesulfame-k , neotame , cyclamate and alitame for use @DRUG$ per satisfactory daily consumption ( ADI ) value .	U.S. Food and Drug Administration per approved @DRUG$ , acesulfame-k , ( , cyclamate and alitame for use @DRUG$ has acceptable daily intake neotame ADI ) value .	U.S. Food and Drug Administration has approved @DRUG$ , neotame , cyclamate and alitame for use @DRUG$ per acceptable daily intake ADI value .	The U.S. Food and Drug Administration has approved @DRUG$, acesulfame-k, neotame, cyclamate and alitame for use as sweeteners in food products, with each having an acceptable daily intake (ADI) value.	1
0	These include anti-amyloid antibodies, active immunisation, selective secretase inhibitors and modulators, microtubule stabilisers (e.g., @DRUG$), R-flurbiprofen, @DRUG$, ONO-2506, FK962 (somatostatin releaser), SGS 742 (GABA(B) antagonist), TCH 346 (apoptosis inhibitor), Alzhemedtrade mark, phophodiesterase inhibitors, rosiglitazone, leuprolide, interferons, metal-protein attenuating compounds (e.g., PBT2), CX717, rasagaline, huperzine A, antioxidants and memantine.	These include anti-amyloid antibodies , active agent immunisation , selective secretase inhibitor and modulators , microtubule stabilisers ( for example , @DRUG$ ) , R-flurbiprofen , @DRUG$ , ONO -2506 , FK962 ( somatostatin releaser ) , SGS 742 ( gamma aminobutyric acid ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade score , phophodiesterase inhibitor , rosiglitazone , leuprolide , interferons , metal - protein attenuating deepen ( for example , PBT2 ) , CX717 , rasagaline , huperzine amp , antioxidant and memantine .	These include leuprolide antibodies , active immunisation , selective , inhibitors and modulators , microtubule stabilisers somatostatin e.g. , @DRUG$ ) , R-flurbiprofen , @DRUG$ secretase ONO -2506 , FK962 ( ( releaser ( , SGS 742 ( GABA ) A ) - ) , ( 346 TCH apoptosis inhibitor ) , Alzhemedtrade mark , phophodiesterase inhibitors , rosiglitazone , anti-amyloid , interferons , metal antagonist protein attenuating compounds ( e.g. , PBT2 ) , CX717 , B , huperzine rasagaline , antioxidants and memantine .	These include anti-amyloid antibodies , active immunisation , selective secretase and modulators , microtubule stabilisers ( e.g. @DRUG$ ) , R-flurbiprofen @DRUG$ , ONO -2506 , FK962 ( somatostatin releaser ) , SGS 742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark , phophodiesterase inhibitors rosiglitazone , leuprolide , interferons , metal protein attenuating compounds ( e.g. , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidants and memantine .	@DRUG$ is a drug that is used to treat Alzheimer's disease, while @DRUG$ is a drug that is used to treat other diseases.	0
0	@DRUG$ @DRUG$ has been administered concomitantly with morphine or meperidine without apparent adverse interaction.	@DRUG$ @DRUG$ has been administered concomitantly with morphine or meperidine without seeming adverse interaction .	@DRUG$ @DRUG$ has been without concomitantly with morphine or meperidine administered apparent adverse interaction .	@DRUG$ @DRUG$ been concomitantly with morphine or meperidine without apparent adverse .	There doesn't seem to be any bad interaction between these two drugs when they're taken together.	1
0	A method for the determination of 12 sulfonamides (SAs) (@DRUG$, sulfamonomethoxine, sulfacetamide, sulfamethoxazole, sulfadiazine, @DRUG$, sulfathiazole, sulfadi-methoxine, sulfamerazine, sulfaquinoxaline, sulfamethazine, sulfanitran) in cosmetics was developed by ultra performance liquid chromatography with photodiode array detector (UPLC-PDA).	A method for the determination of 12 sulfonamides ( special air service ) ( @DRUG$ , sulfamonomethoxine , sulamyd , sulfamethoxazole , sulfadiazine , @DRUG$ , sulfathiazole , sulfadi- methoxine , sulfamerazine , sulfaquinoxaline , sulfamethazine , sulfanitran ) in cosmetic was grow by ultra functioning liquid chromatography with photodiode array detector ( UPLC - PDA ) .	sulfonamides sulfamethazine for the determination of 12 A ( SAs ) ( @DRUG$ , sulfamonomethoxine , sulfacetamide , sulfamethoxazole , sulfadiazine ( @DRUG$ chromatography sulfathiazole , sulfadi- methoxine , sulfamerazine , sulfaquinoxaline , method , sulfanitran ) in cosmetics was developed by ultra performance liquid , with photodiode array detector , UPLC - PDA ) .	method the determination of 12 sulfonamides ( SAs ) ( @DRUG$ , , sulfacetamide , sulfamethoxazole , sulfadiazine , @DRUG$ , sulfathiazole , sulfadi- methoxine , sulfamerazine , , sulfamethazine , sulfanitran ) in cosmetics was developed by ultra performance chromatography with array detector ( UPLC - PDA ) .	A method was developed for the determination of 12 sulfonamides in cosmetics using ultra performance liquid chromatography with photodiode array detector.	1
0	PROCEDURES: Cats were given saline (0.9% NaCl) solution followed by romifidine alone (100 microg/kg [45.4 microg/lb], i.@DRUG$.), saline solution followed by a combination of romifidine (40 microg/kg [18.1 microg/lb], i.m.) and butorphanol (0.2 mg/kg [0.09 mg/lb], i.m.), or @DRUG$ (0.04 mg/kg [0.02 mg/lb], s.c.) followed by romifidine (40 microg/kg, i.m.) and butorphanol (0.2 mg/kg, i.m.).	function : chuck were yield saline solution ( 0.9 % NaCl ) solvent followed by romifidine alone ( c microg / kilogram [ 45.4 microg / lb ] , i.@DRUG$ . ) , saline solution solvent followed by a combining of romifidine ( forty microg / kilogram [ 18.1 microg / lb ] , i.m. ) and butorphanol ( 0.2 atomic number  / kilogram [ 0.09 atomic number  / lb ] , i.m. ) , or @DRUG$ ( 0.04 atomic number  / kilogram [ 0.02 atomic number  / lb ] , s.c. ) followed by romifidine ( forty microg / kilogram , i.m. ) and butorphanol ( 0.2 atomic number  / kilogram , i.m. ) .	PROCEDURES : Cats were given saline ( 0.9 % [ ) solution followed by romifidine alone ( [ microg / kg NaCl 45.4 microg / lb followed , i.@DRUG$ . ) , saline solution ] by a combination of romifidine ( 40 microg / [ kg 18.1 microg ( lb ] , i.m. ) and butorphanol / kg mg / kg 100 0.09 mg / i.m. ] lb i.m. ) , or @DRUG$ ( 0.04 mg / 0.2 [ 0.02 mg / , ] , s.c. ) followed by romifidine ( 40 microg / kg , i.m. ) and butorphanol ( 0.2 mg / kg , lb ) .	PROCEDURES : Cats were given saline ( 0.9 % NaCl ) solution followed by alone ( 100 microg / kg [ microg / lb ] , i.@DRUG$ . ) , solution followed by a combination of romifidine ( 40 microg / kg [ 18.1 microg / lb ] i.m. and butorphanol ( 0.2 mg / kg [ 0.09 mg / lb ] , i.m. ) , or @DRUG$ ( 0.04 mg / kg [ 0.02 mg / lb ] , s.c. ) followed by romifidine ( 40 kg , i.m. ) and butorphanol ( 0.2 mg / kg , i.m. ) .	Cats were given saline ( 0.9 % NaCl ) solution followed by romifidine alone ( 100 microg / kg [ 45.4 microg / lb ] , i.@DRUG$ . ) , saline solution followed by a combination of romifidine ( 40 microg / kg	1
0	In these trials, @DRUG$ 90 to 450 microg/@DRUG$ reduced HbA(1c) by 0.3% to 0.62%, 1-hour PPG by 4.8 mmol/L, and 2-hour PPG by 3.4 mmol/L.	atomic number  these visitation , @DRUG$ 90 to 450 microg / @DRUG$ reduced HbA ( 1c ) by 0.3 % to 0.62 % , 1 - hr PPG by 4.8 mmol / L , and ii - hr PPG by 3.4 mmol /L.	In these 450 , @DRUG$ 90 to trials microg / @DRUG$ by HbA ( 1c ) by 0.3 % to 0.62 % L PPG - hour 1 reduced 4.8 mmol / , , and 2 - hour PPG by 3.4 mmol /L.	In trials , @DRUG$ 90 to 450 microg / @DRUG$ reduced HbA ( 1c ) by 0.3 % to 0.62 % , 1 - hour PPG by 4.8 mmol / L , and 2 - hour PPG by 3.4 mmol	@DRUG$ and @DRUG$ both reduce HbA (1c) by 0.3% to 0.62%, 1-hour PPG by 4.8 mmol/L, and 2-hour PPG by 3.4 mmol/L.	0
0	MshC catalyzes the @DRUG$ (ATP)-dependent condensation of @DRUG$ and glucosamine-inositol (GI) to produce cysteine-glucosamine-inositol (CGI).	MshC catalyze the @DRUG$ ( ATP ) - dependent condensation of @DRUG$ and glucosamine -inositol ( GI ) to green goods cysteine - glucosamine -inositol ( CGI ) .	MshC ATP the @DRUG$ ( catalyzes ) - dependent condensation glucosamine @DRUG$ and glucosamine -inositol ( GI ) to produce cysteine - of -inositol ( CGI ) .	MshC catalyzes the @DRUG$ ( ATP ) - dependent condensation of @DRUG$ and glucosamine -inositol GI ) to produce cysteine - glucosamine -inositol ( CGI ) .	MshC catalyzes the reaction between @DRUG$ and glucosamine -inositol to produce cysteine - glucosamine -inositol.	1
1	Despite the advance in supportive care that occurred with the introduction of selective @DRUG$ subtype 3 (5-HT3) receptor antagonists, control of chemotherapy-induced nausea and vomiting (CINV) with first-generation agents (ondansetron, @DRUG$, and granisetron) is less than ideal.	contempt the upgrade in supportive care that occurred with the introduction of selective @DRUG$ subtype 3 ( 5 - HT3 ) sense organ antagonists , control of chemotherapy - induced sickness and disgorge ( CINV ) with first-generation agents ( ondansetron , @DRUG$ , and granisetron ) is less than ideal .	Despite and vomiting in supportive care that occurred with the introduction of selective @DRUG$ subtype 3 ( 5 - HT3 ) receptor antagonists , and of chemotherapy - induced nausea ) CINV ( advance ) with first-generation agents ( ondansetron , @DRUG$ , control granisetron the is less than ideal .	the advance in supportive care that occurred with the introduction of selective @DRUG$ subtype 3 ( 5 - ) receptor antagonists , control of chemotherapy - nausea and ( CINV ) with first-generation agents ( ondansetron , @DRUG$ , and ) is less than ideal .	Although drugs that block the 5-HT3 receptor (@DRUG$) have been developed, first-generation drugs that block serotonin (@DRUG$) are still used to control chemotherapy-induced nausea and vomiting.	0
0	Ketorolac @DRUG$ has been administered concomitantly with morphine or @DRUG$ without apparent adverse interaction.	Ketorolac @DRUG$ has been administered concomitantly with morphine or @DRUG$ without apparent adverse fundamental interaction .	Ketorolac @DRUG$ with been administered concomitantly has morphine or @DRUG$ without apparent adverse interaction .	@DRUG$ has been administered concomitantly with morphine or @DRUG$ without apparent adverse interaction .	Ketorolac @DRUG$ has been administered concomitantly with morphine or other drugs without apparent adverse interaction .	1
0	The association and dissociation rate constants for [3H]M-1(alpha) and [3H]@DRUG$-1(beta) binding, @DRUG$ well as those for [3H]aranidipine binding, were significantly smaller than those for [3H]nitrendipine, corresponding to the recovery of the in vivo vasodilating effects of the metabolites.	The association and disassociation rate constants for [ 3H ] M -1 ( alpha ) and [ 3H ] @DRUG$ - 1( beta ) binding , @DRUG$ well as those for [ deuce ace hydrogen ] aranidipine binding , were importantly low than those for [ 3H ] nitrendipine , corresponding to the recovery of the in vivo vasodilating effects of the metabolite .	alpha association and dissociation rate constants for the as ] ( -1 M The ) and [ 3H ] @DRUG$ ] 1( beta ) binding , @DRUG$ well 3H those for [ 3 H - aranidipine binding , were significantly smaller than those for [ 3H ] nitrendipine , corresponding to [ recovery of metabolites in vivo vasodilating effects of the the .	The association rate constants for [ 3H ] M -1 alpha ) [ 3H ] @DRUG$ - 1( beta ) binding , @DRUG$ well as those for [ 3 H ] aranidipine binding , were significantly smaller than those [ 3H ] nitrendipine , corresponding to the recovery of the in vasodilating effects of the metabolites .	The association and dissociation rate constants for [ 3H ] M -1 ( alpha ) and [ 3H ] @DRUG$ - 1( beta ) binding are significantly smaller than those for [ 3H ] nitrendipine binding, corresponding to the recovery of the in vivo vasodilating	1
0	The processing factors (pesticide concentration found in olive oil/pesticide concentration found in olives) of azinphos methyl, chlorpyrifos, lambda-cyhalothrin, deltamethrin, diazinon, dimethoate, endosulfan, and @DRUG$ were determined in @DRUG$ oil production process in various laboratory-scale olive oil extractions based on three- or two-phase centrifugation systems in comparison with samples collected during olive oil extractions in conventional olive mills located at different olive oil production areas in Greece.	The processing factors ( pesticide concentration found in olive crude oil / pesticide concentration found in olives ) of azinphos methyl , chlorpyrifos , lambda-cyhalothrin , deltamethrin , diazinon , dimethoate , endosulfan , and @DRUG$ were determined in @DRUG$ crude oil product process in various science laboratory - scale olive crude oil extractions based on three - or two - phase centrifugation systems in comparability with sampling collected during olive crude oil extractions in conventional olive mill settle at dissimilar olive crude oil product areas in Greece .	The pesticide factors ( pesticide concentration found three olive oil / processing concentration mills in olives ) during azinphos methyl , chlorpyrifos , lambda-cyhalothrin , deltamethrin , diazinon , dimethoate , endosulfan , located @DRUG$ laboratory determined in @DRUG$ oil extractions process in various were - scale olive phase extractions based on in - or two - oil centrifugation systems in comparison with samples collected of olive oil production in conventional olive found and at different olive oil production areas in Greece .	The processing factors ( pesticide concentration found in olive oil / pesticide concentration found in olives ) of azinphos methyl , chlorpyrifos , lambda-cyhalothrin , deltamethrin , diazinon , , endosulfan , and @DRUG$ were determined in @DRUG$ oil production process in various laboratory - scale olive oil extractions based on three - or two - phase centrifugation systems in with samples collected during olive oil extractions in conventional olive mills located at different olive oil production areas in Greece .	The processing factors of azinphos methyl, chlorpyrifos, lambda-cyhalothrin, deltamethrin, diazinon, dimethoate, endosulfan, and @DRUG$ were determined in @DRUG$ oil production process in various laboratory	0
0	Chemically synthesized @DRUG$ inhibited HIV-1 replication to the same degree @DRUG$ G-NH2, unlike a number of other synthesized analogues of G-NH2 which had no effect on HIV-1 replication.	Chemically synthesized @DRUG$ inhibited HIV -1 replication to the same degree @DRUG$ universal gravitational constant - NH2 , different a total of other synthesized analogues of universal gravitational constant - NH2 which had no effect on HIV - 1 replication .	Chemically the @DRUG$ inhibited HIV -1 replication to synthesized , degree @DRUG$ G - NH2 same unlike a number of other synthesized analogues of G - NH2 which had no effect on HIV 1 - replication .	Chemically synthesized @DRUG$ inhibited HIV -1 replication to the same degree @DRUG$ G - NH2 , unlike a number of other synthesized analogues of G - NH2 which had no effect on HIV - 1 replication	Chemically synthesized @DRUG$ inhibited HIV -1 replication to the same degree as @DRUG$ G - NH2 , unlike a number of other synthesized analogues of G - NH2 which had no effect on HIV - 1 replication .	0
0	p-Carbethoxyphenyl episol-guanidinocaproate and p-(p'-guanidinobenzoyloxy)-phenyl derivatives were prepared, and their inhibitory effects on @DRUG$, plasmin, plasma kallikrein, @DRUG$, C1r- and C1 esterase were examined.	p- Carbethoxyphenyl episol-guanidinocaproate and p-( p'-guanidinobenzoyloxy ) - phenyl differential coefficient were prepared , and their inhibitory personal effects on @DRUG$ , plasmin , plasma kallikrein , @DRUG$ , C1r - and C1 esterase were examine .	p- Carbethoxyphenyl , and p-( phenyl ) - p'-guanidinobenzoyloxy derivatives and prepared , were their inhibitory effects on @DRUG$ , plasmin , plasma kallikrein episol-guanidinocaproate @DRUG$ , C1r - and C1 esterase were examined .	p- Carbethoxyphenyl episol-guanidinocaproate and p-( p'-guanidinobenzoyloxy - phenyl derivatives were prepared , their inhibitory effects on @DRUG$ plasmin , plasma kallikrein , @DRUG$ , - and C1 esterase were .	The p-carbethoxyphenyl episol-guanidinocaproate and p-( p'-guanidinobenzoyloxy ) - phenyl derivatives were prepared and their inhibitory effects on @DRUG$, plasmin, plasma kallikre	1
1	(+/-)-Tramadol is a selective agonist of mu receptors and preferentially inhibits @DRUG$ reuptake, whereas (-)-@DRUG$ mainly inhibits noradrenaline reuptake.	( +/-) - Tramadol is a selective agonist of mu receptor and preferentially inhibits @DRUG$ reuptake , whereas ( -) - @DRUG$ mainly inhibits norepinephrine reuptake .	( +/-) - Tramadol is mainly selective agonist of mu receptors and preferentially inhibits @DRUG$ reuptake whereas , ( -) - @DRUG$ a inhibits noradrenaline reuptake .	( +/-) Tramadol is selective agonist of mu and inhibits @DRUG$ reuptake , whereas ( -) - @DRUG$ mainly inhibits noradrenaline reuptake .	Tramadol is a drug that selectively activates the mu opioid receptors, and it preferentially inhibits the reuptake of @DRUG$. @DRUG$ is a drug that mainly inhibits the reuptake of noradrenaline.	0
1	The dose-response relationship using individual maximal reduction of ET showed, on a molar basis, that @DRUG$ is about 5, 7 and 10 times more effective than propranolol, @DRUG$ and metoprolol, respectively.	The dose-response relationship using individual maximal reduction of ET showed , on a grinder basis , that @DRUG$ is about 5 , sevener and 10 clock time more effective than propranolol , @DRUG$ and metoprolol , respectively .	The dose-response relationship using individual maximal more of ET showed , on a molar basis , , @DRUG$ is about 5 that 7 and 10 times metoprolol effective than propranolol , @DRUG$ and reduction , respectively .	The dose-response relationship using individual maximal reduction of showed , a molar , that @DRUG$ is about 5 , 7 and times more effective than propranolol , @DRUG$ and metoprolol , respectively .	@DRUG$ is about 5, 7, and 10 times more effective than propranolol, @DRUG$, and metoprolol, respectively.	0
1	@DRUG$ (BMS-650032) is a potent hepatitis C virus (HCV) NS3 protease inhibitor demonstrating efficacy in alfa interferon-sparing, direct-acting antiviral dual-combination regimens (together with the NS5A replication complex inhibitor @DRUG$) in patients chronically infected with HCV genotype 1b.	@DRUG$ ( bowel movement - 650032 ) is a potent hepatitis C virus ( HCV ) NS3 peptidase inhibitor demonstrating efficacy in alfa interferon-sparing , direct-acting antiviral dual-combination regimens ( together with the NS5A rejoinder building complex inhibitor @DRUG$ ) in patients chronically infected with HCV genotype 1b .	@DRUG$ ( BMS ) 650032 ) genotype a ( hepatitis C virus ( HCV ) NS3 protease inhibitor demonstrating efficacy in alfa interferon-sparing , direct-acting antiviral dual-combination regimens potent together with the NS5A replication complex inhibitor @DRUG$ - in patients chronically 1b with HCV is infected .	@DRUG$ BMS - 650032 ) is a potent hepatitis C virus ( NS3 inhibitor demonstrating efficacy in alfa interferon-sparing , direct-acting antiviral dual-combination regimens ( together with the NS5A replication complex inhibitor @DRUG$ ) in patients chronically infected with HCV 1b .	@DRUG$ is a powerful drug that can be used to treat hepatitis C virus. When used in combination with the drug @DRUG$, it can be even more effective in treating this virus.	0
0	MPA metabolites were investigated in blood and urine samples from transplant patients under mycophenolate mofetil therapy (n = 5) @DRUG$ well as with in vitro incubation of @DRUG$ with human liver microsomes.	MPA metabolites were investigated in blood and urine taste from transplant patients under mycophenolate mofetil therapy ( atomic number  = 5 ) @DRUG$ well as with in vitro incubation of @DRUG$ with human liver colored microsomes .	under metabolites were investigated in blood and urine samples from transplant patients MPA mofetil mycophenolate therapy ( n = 5 ) @DRUG$ well as human in vitro incubation of @DRUG$ with with liver microsomes .	MPA metabolites were investigated in blood and urine samples from transplant patients under mycophenolate mofetil therapy n = 5 ) @DRUG$ as with in vitro incubation of @DRUG$ with human liver microsomes .	The study found that MPA metabolites were more likely to be formed when @DRUG$ was incubated with human liver microsomes.	1
0	The apparent absorption rate of moxidectin was not significantly different after oral and subcutaneous administration but the extent of absorption, reflected in the peak concentration (C(max)) and the area under the concentration-time curve (AUC), of the subcutaneous injection (24.27 +/- 1.99 ng ml(-1) and 136.72 +/- 7.35 ng d ml(-1) respectively) was significantly greater than that of the oral administration (15.53 +/- 1.27 ng ml(-1) and 36.72 +/- 4.05 @DRUG$ @DRUG$ ml(-1) respectively).	The plain absorption rate of moxidectin was not importantly different after oral and subcutaneous administration but the extent of absorption , reflected in the peak concentration ( C( grievous bodily harm ) ) and the expanse under the concentration - metre curve ( AUC ) , of the subcutaneous shot ( 24.27 +/- 1.99 nanogram cubic centimeter ( - single ) and 136.72 +/- 7.35 nanogram d cubic centimeter ( - single ) respectively ) was importantly big than that of the oral administration ( 15.53 +/- 1.27 nanogram cubic centimeter ( - single ) and 36.72 +/- 4.05 @DRUG$ @DRUG$ cubic centimeter ( - single ) respectively ) .	The apparent absorption rate of the 24.27 ) significantly different after oral and subcutaneous administration ) the extent of absorption oral 1.99 in the peak concentration ( C( max ) not and the area under the concentration - time +/- ( AUC ) , of the subcutaneous injection ( was - reflected ng ml ( - 1 ) and 136.72 ( 7.35 ng d ml ( - 1 15.53 respectively ) was significantly greater than that of moxidectin , administration curve but +/- 1.27 ng ml ( +/- 1 ) and 36.72 +/- 4.05 @DRUG$ @DRUG$ ml ( - 1 ) respectively ) .	The apparent absorption rate of moxidectin was not significantly different after oral and subcutaneous administration but the extent of , reflected in the peak concentration ( C( max ) ) and the area under the concentration time curve ( AUC , of subcutaneous injection ( 24.27 +/- 1.99 ng ml - 1 ) and 136.72 +/- ng d ( - ) respectively was significantly greater than that of oral administration ( 15.53 +/- 1.27 ng ml ( - 1 ) and 36.72 +/- 4.05 @DRUG$ @DRUG$ ml ( 1 ) respectively ) .	The absorption of moxidectin was not significantly different after oral and subcutaneous administration, but the extent of absorption, reflected in the peak concentration (C max ) and the area under the concentration-time curve (AUC), of the subcutaneous injection was significantly greater than that of	1
0	Contamination of AD solid and liquid effluents with sulfamethazine and antibiotic transformation products from @DRUG$ and @DRUG$ could present an environmental concern.	Contamination of ad solid and liquid sewer water with sulfamethazine and antibiotic transformation products from @DRUG$ and @DRUG$ could present an environmental concern .	transformation of AD solid and Contamination effluents with sulfamethazine and antibiotic liquid products from @DRUG$ and @DRUG$ could present an environmental concern .	Contamination AD and liquid effluents with sulfamethazine and antibiotic transformation products from @DRUG$ and @DRUG$ could present an environmental concern .	The contamination of AD solid and liquid effluents with sulfamethazine and antibiotic transformation products from @DRUG$ and @DRUG$ could present an environmental concern.	0
1	The fosamprenavir 700 mg twice daily plus @DRUG$ 100mg twice daily regimen maintains the highest plasma @DRUG$ concentrations throughout the dosing interval; this is the only approved regimen for the treatment of HIV-1 PI-experienced patients and is the only regimen approved in the European Union.	The fosamprenavir 700 mg double day to day plus @DRUG$ 100 mg double day to day regimen maintains the highest plasm @DRUG$ concentrations passim the dosing interval ; this is the only approved regimen for the treatment of HIV -1 PI - experienced patients and is the only regimen approved in the european Union .	regimen fosamprenavir 700 mg twice daily plus @DRUG$ 100 mg twice daily HIV maintains the highest plasma @DRUG$ concentrations throughout the dosing treatment is this is the only approved regimen for the interval of European -1 PI - experienced patients and ; the only regimen approved in the The Union .	The fosamprenavir 700 mg twice plus @DRUG$ 100 mg twice daily regimen maintains the highest plasma @DRUG$ concentrations throughout the dosing interval ; this is the only approved regimen for the treatment of HIV -1 PI - experienced and is the only regimen approved in the European Union .	The fosamprenavir 700 mg twice daily plus @DRUG$ 100 mg twice daily regimen results in the highest plasma @DRUG$ concentrations throughout the dosing interval.	0
1	In early Parkinson's disease, doses of rotigotine up to 8 mg/24 hours demonstrate comparable efficacy to @DRUG$ (at doses up to 12 mg/day); in advanced Parkinson's disease, doses of rotigotine up to 16 mg/24 hours demonstrate comparable efficacy and tolerability to @DRUG$ (at doses up to 4.5 mg/day).	In early Parkinson 's disease , doses of rotigotine up to 8 magnesium / two dozen  minutes demonstrate comparable efficacy to @DRUG$ ( at doses up to dozen magnesium / day ) ; in get ahead Parkinson 's disease , doses of rotigotine up to sixteen magnesium / two dozen  minutes demonstrate comparable efficacy and tolerability to @DRUG$ ( at doses up to 4.5 magnesium / day ) .	In early Parkinson to disease , to of rotigotine up day 8 mg / 24 hours demonstrate comparable efficacy 's @DRUG$ ( at doses up doses 12 mg / to ) ; in advanced comparable 's disease , doses of rotigotine up to 16 mg / 24 hours demonstrate day efficacy and mg to @DRUG$ ( at doses up to 4.5 tolerability / Parkinson ) .	In early Parkinson 's disease , doses of rotigotine up to 8 mg / 24 hours demonstrate comparable efficacy to @DRUG$ ( at doses up to 12 mg / day ) ; in advanced Parkinson 's disease , doses of rotigotine up to 16 mg / 24 hours demonstrate comparable efficacy tolerability to @DRUG$ ( at up to 4.5 mg / day ) .	In early Parkinson's disease, doses of rotigotine up to 8 mg/24 hours demonstrate comparable efficacy to @DRUG$ (at doses up to 12 mg/day); in advanced Parkinson's disease, doses of rotigotine up to 16 mg/24 hours demonstrate comparable efficacy and tolerability to	1
0	We identified hepatic CYP enzymes responsible for metabolism of some compounds (praziquantel-1A2, 2C19, 3A4; primaquine-1A2, 3A4; chloroquine-2C8, 2D6, 3A4; @DRUG$-2A6; @DRUG$-2D6).	We identify hepatic CYP enzyme responsible for metabolic process of some chemical compound ( praziquantel - 1A2 , 2C19 , 3A4 ; primaquine - 1A2 , 3A4 ; chloroquine -2C8 , 2D6 , 3A4 ; @DRUG$ -2A6 ; @DRUG$ - 2D6 ) .	We identified hepatic CYP enzymes responsible 2D6 metabolism of some compounds primaquine praziquantel - 1A2 , 2C19 3A4 3A4 ; ( - , , 3A4 ; chloroquine -2C8 1A2 2D6 , , ; @DRUG$ -2A6 ; @DRUG$ - for ) .	We identified hepatic CYP enzymes responsible for metabolism of some compounds ( praziquantel - 1A2 , 2C19 , 3A4 ; primaquine 1A2 , 3A4 ; -2C8 , 2D6 , 3A4 ; @DRUG$ -2A6 ; @DRUG$ - 2D6 .	Some compounds ( praziquantel , primaquine , chloroquine ) are metabolized by the hepatic CYP enzymes responsible for metabolism of @DRUG$ and @DRUG$ .	0
1	OBJECTIVE: To determine the relative beta1-selectivity of three beta-blockers (nebivolol, bisoprolol and @DRUG$), administered orally at normal therapeutic doses, by assessing their impact on the beta2-mediated, haemodynamic and biochemical responses to a @DRUG$ infusion, which decreases serum potassium and increases serum glucose and insulin.	OBJECTIVE : To determine the relative beta1 - selectivity of deuce ace beta-blockers ( nebivolol , bisoprolol and @DRUG$ ) , administered orally at formula remedy doses , by assessing their impact on the beta2 - intercede , haemodynamic and biochemical responses to a @DRUG$ infusion , which lessening serum potassium and increases serum glucose and insulin .	therapeutic : To determine the relative beta1 - selectivity of three beta-blockers ( nebivolol increases bisoprolol and @DRUG$ ) , administered orally at normal OBJECTIVE haemodynamic , by assessing their impact on the beta2 - mediated , doses and biochemical responses , a @DRUG$ infusion to which glucose serum potassium and , serum decreases and insulin .	OBJECTIVE : To determine the relative beta1 selectivity of three beta-blockers ( nebivolol , bisoprolol and @DRUG$ , administered orally normal therapeutic doses , by assessing their impact on the beta2 - mediated , haemodynamic biochemical responses to a @DRUG$ infusion , which decreases serum potassium and increases serum glucose and insulin .	The beta1-selectivity of nebivolol, bisoprolol, and @DRUG$ was determined by assessing their impact on the beta2-mediated, haemodynamic, and biochemical responses to a @DRUG$ infusion.	0
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, @DRUG$) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, @DRUG$ and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within 25 geezerhood after zidovudine ( 3 ' - azido - 2',3'-dideoxythymidine , @DRUG$ ) was first described as an inhibitor of HIV counter , 25 anti-HIV do drugs have been officially approved for clinical use in the treatment of HIV contagion : seven nucleoside reverse rna polymerase inhibitors ( nrti ) : zidovudine , dideoxyinosine , zalcitabine , stavudine , tc , abacavir and emtricitabine ; unrivaled base reverse rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug pattern : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse rna polymerase inhibitors ( NNRTIs ) : nevirapine , delavirdine , @DRUG$ and etravirine ; ten protease inhibitors ( PIs ) : invirase , ritonavir , crixivan , viracept , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; unrivaled unification inhibitor ( FI ) : enfuvirtide ; unrivaled co-receptor inhibitor ( CRI ) : maraviroc and unrivaled integrase inhibitor ( INI ) : raltegravir .	Within ; one after zidovudine ( 3 anti-HIV - azido - ; ritonavir @DRUG$ one was non-nucleoside described as an inhibitor of HIV replication , 25 ' reverse have been formally approved : clinical use in the treatment of HIV inhibitor : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , didanosine , zalcitabine one stavudine , : , abacavir and emtricitabine 2',3'-dideoxythymidine one nucleotide drugs transcriptase inhibitor ( NtRTI ) for , [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four first reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine nelfinavir @DRUG$ and etravirine ; ten , inhibitors ( PIs ) lamivudine saquinavir , , , indinavir , , , amprenavir protease lopinavir , atazanavir tenofovir fosamprenavir , tipranavir and darunavir 25 ) fusion inhibitor ( FI ) : enfuvirtide ; , co-receptor infections ( ) ) : maraviroc and years integrase inhibitor ( INI CRI : raltegravir .	Within 25 years after zidovudine ( 3 ' azido - 2',3'-dideoxythymidine , @DRUG$ ) was first described as an inhibitor HIV replication , 25 anti-HIV drugs have been formally approved clinical use in the treatment HIV infections seven nucleoside reverse transcriptase inhibitors NRTIs ) zidovudine , didanosine , zalcitabine , stavudine , lamivudine , and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in oral prodrug form : tenofovir disoproxil fumarate TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , @DRUG$ and etravirine ; ten protease inhibitors PIs ) : saquinavir , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; fusion inhibitor ( FI : enfuvirtide ; one co-receptor inhibitor ( CRI ) maraviroc and one integrase inhibitor ( INI ) raltegravir	25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections as of 25 years after zidovudine was first described as an inhibitor of HIV replication .	1
0	Overall, @DRUG$ alone was shown to provide sedation in mice @DRUG$ compared to a dose dependent anesthesia in rats.	boilersuit , @DRUG$ alone was shown to provide sedation in mice @DRUG$ compared to a dose subordinate anesthesia in rats .	in , @DRUG$ alone a shown to provide sedation Overall mice @DRUG$ compared to was dose dependent anesthesia in rats .	Overall , @DRUG$ alone was shown to provide sedation in mice @DRUG$ compared to a dose dependent anesthesia in rats .	Overall, @DRUG$ was shown to provide sedation in mice while @DRUG$ provided anesthesia in rats.	0
0	Levofloxacin is significantly more active against bacterial pathogens than @DRUG$-(+)-@DRUG$.	Levofloxacin is importantly more active against bacterial pathogens than @DRUG$ -(+ ) - @DRUG$ .	Levofloxacin is significantly more active against ) pathogens than @DRUG$ -(+ bacterial - @DRUG$ .	Levofloxacin is significantly more active against bacterial pathogens than @DRUG$ -(+ ) - @DRUG$ .	Levofloxacin is more active against bacterial pathogens than @DRUG$, and @DRUG$ is more active against bacterial pathogens than DRUGA.	0
0	In Trial 3, 96 multiparous, lactating beef cows were randomly assigned to receive 15 @DRUG$ @DRUG$ or 25 mg Lutalyse.	In Trial 3 , 96 multiparous , lactating beef cows were haphazardly assigned to receive 15 @DRUG$ @DRUG$ or xxv mg Lutalyse .	In Trial 3 , or multiparous , lactating beef cows 25 randomly assigned to receive 15 @DRUG$ @DRUG$ 96 were mg Lutalyse .	In Trial 3 , 96 multiparous , lactating beef cows were randomly assigned to receive 15 @DRUG$ @DRUG$ or 25 mg Lutalyse .	96 multiparous, lactating beef cows were randomly assigned to receive 15 @DRUG$ or 25 mg Lutalyse.	1
0	Pharmacokinetics of oral brotizolam (0.50 @DRUG$) and @DRUG$ (0.50 mg) were studied in healthy young volunteers.	pharmacokinetics of oral examination brotizolam ( 0.50 @DRUG$ ) and @DRUG$ ( 0.50 mg ) were studied in healthy young volunteers .	Pharmacokinetics of oral brotizolam volunteers 0.50 @DRUG$ ) and @DRUG$ ( 0.50 young ) were studied in healthy mg ( .	of oral brotizolam ( 0.50 @DRUG$ ) and @DRUG$ ( 0.50 mg ) were studied in healthy young volunteers .	The pharmacokinetics of brotizolam ( how the drug is absorbed, distributed, metabolized, and excreted ) when taken orally was studied in healthy young volunteers, and it was found that the two drugs had the same pharmacokinetic profile.	1
0	Preclinical Activity of HER2-Selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single Agent or in Combination with @DRUG$ or Docetaxel in Solid Tumor Models.	presymptomatic Activity of HER2 - Selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single Agent or in Combination with @DRUG$ or Docetaxel in whole Tumor Models .	Preclinical Activity of a - Selective Tyrosine Agent Inhibitor Tucatinib @DRUG$ HER2 Single Kinase or in Combination with @DRUG$ or Docetaxel in Solid Tumor Models .	Activity of HER2 - Selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single Agent in Combination with @DRUG$ or Docetaxel in Solid Tumor Models .	The preclinical activity of HER2-selective tyrosine kinase inhibitor tucatinib (@DRUG$) is described as a single agent or in combination with other drugs (@DRUG$) or docetaxel in solid tumor models.	0
0	The correlation between @DRUG$ release and migraine headache points to the potential utility of CGRP receptor antagonists @DRUG$ novel therapeutics in the treatment of migraine.	The correlation between @DRUG$ release and sick headache headache points to the potential utility of CGRP receptor antagonists @DRUG$ fresh therapeutics in the treatment of sick headache .	novel correlation between @DRUG$ release and migraine headache points to the potential utility of CGRP receptor antagonists @DRUG$ treatment therapeutics in the The of migraine .	correlation between @DRUG$ release and migraine headache points to potential utility of CGRP receptor antagonists @DRUG$ novel therapeutics in the treatment of .	The more @DRUG$ is released, the more likely it is that a migraine headache will occur.	1
0	BACKGROUND: In a previous randomized trial of voriconazole versus amphotericin B @DRUG$ for primary therapy of invasive aspergillosis, @DRUG$ demonstrated superior efficacy and better survival.	play down : In a previous randomized trial of voriconazole versus amphotericin B @DRUG$ for primary therapy of invasive brooder pneumonia , @DRUG$ demonstrated superior efficacy and better survival .	BACKGROUND survival In a previous randomized trial of voriconazole versus efficacy B @DRUG$ for primary therapy of invasive aspergillosis , @DRUG$ demonstrated superior amphotericin and better : .	BACKGROUND : In previous randomized trial of voriconazole versus amphotericin B @DRUG$ primary therapy of invasive aspergillosis , @DRUG$ demonstrated superior efficacy and better survival .	Voriconazole was found to be more effective than amphotericin B in the treatment of invasive aspergillosis.	1
0	Although examples of pure fructose causing metabolic upset at high concentrations abound, especially when fed as the sole carbohydrate source, there is no evidence that the common fructose-@DRUG$ sweeteners do the @DRUG$.	Although lesson of pure fructose causing metabolic derangement at high concentrations abound , especially when federal reserve system as the sole carbohydrate source , there is no evidence that the common fructose - @DRUG$ sweeteners do the @DRUG$ .	Although examples of pure fructose fructose metabolic upset at high concentrations carbohydrate , especially when fed as the the abound source , there is no evidence that sole common causing - @DRUG$ sweeteners do the @DRUG$ .	examples of pure fructose causing upset at concentrations abound , especially when fed as the sole carbohydrate source , is no evidence that the common fructose - @DRUG$ sweeteners do the @DRUG$ .	There is no evidence that the common fructose-@DRUG$ sweeteners do the @DRUG$.	0
0	The objective of the Randomized Head-to-Head Comparison of Pitavastatin, @DRUG$, and Rosuvastatin for Safety and Efficacy (Quantity and Quality of LDL) (@DRUG$) Trial was to compare the safety and efficacy of atorvastatin, rosuvastatin and pitavastatin head to head in patients with hypercholesterolemia.	The objective of the Randomized Head-to - Head Comparison of Pitavastatin , @DRUG$ , and Rosuvastatin for Safety and efficaciousness ( Quantity and Quality of LDL ) ( @DRUG$ ) Trial was to equate the safety and efficaciousness of atorvastatin , rosuvastatin and pitavastatin head to head in patient with hypercholesteremia .	The objective of the Randomized to - head Comparison of Pitavastatin in @DRUG$ , and ) for Safety and Efficacy ( Quantity and Quality of LDL Rosuvastatin ( @DRUG$ ) efficacy was to compare the safety and Trial of atorvastatin , rosuvastatin and pitavastatin head Head-to Head , patients with hypercholesterolemia .	The objective of the Randomized Head-to - Head Comparison of Pitavastatin , @DRUG$ , and Rosuvastatin for Safety and Efficacy ( Quantity and Quality of LDL ) ( @DRUG$ ) Trial was to compare the safety and efficacy of atorvastatin and pitavastatin head to head in patients hypercholesterolemia .	The @DRUG$ Trial was designed to compare the safety and efficacy of atorvastatin, rosuvastatin and pitavastatin head to head in patients with hypercholesterolemia.	1
0	Inhibition of the A-type @DRUG$+ channels of dorsal root ganglion neurons by the long-duration anesthetic @DRUG$.	Inhibition of the A-type @DRUG$ + channels of dorsal radical ganglion neurons by the long-duration anesthetic @DRUG$ .	Inhibition of the A-type @DRUG$ + channels of dorsal the ganglion neurons by root long-duration anesthetic @DRUG$ .	Inhibition of the A-type @DRUG$ + channels of dorsal root ganglion neurons by long-duration anesthetic @DRUG$ .	@DRUG$ inhibits the A-type DRUGA + channels of dorsal root ganglion neurons, while @DRUG$ has a long-duration anesthetic effect.	0
0	Patients were randomly assigned, in a two-by-two factorial design, to receive one of the following four daily treatments: 0.8 mg of folic acid, 0.4 mg of vitamin B12, and 40 mg of @DRUG$; 0.8 mg of folic acid and 0.4 @DRUG$ of vitamin B12; 40 mg of vitamin B6; or placebo.	Patients were arbitrarily assigned , in a two -by- two factorial project , to incur one of the following quaternion everyday treatments : 0.8 mg of folic dose , 0.4 mg of vitamin B12 , and 40 mg of @DRUG$ ; 0.8 mg of folic dose and 0.4 @DRUG$ of vitamin B12 ; 40 mg of vitamin B6 ; or placebo .	Patients were randomly assigned , acid a two -by- two factorial design of to receive one of the following four and treatments : , mg of mg acid , 0.4 folic of vitamin B12 , daily 40 mg of @DRUG$ ; 0.8 mg 0.8 folic in and 0.4 @DRUG$ of vitamin B12 ; 40 mg of vitamin B6 ; or placebo .	Patients were assigned , in a -by- two factorial design , to receive one of the following four daily treatments : mg of folic , 0.4 mg vitamin B12 , and 40 mg of @DRUG$ ; 0.8 mg of folic acid 0.4 @DRUG$ vitamin B12 ; 40 mg of vitamin B6 ; or placebo .	Patients were randomly assigned to receive one of the following four daily treatments: 0.8 mg of folic acid, 0.4 mg of vitamin B12, and 40 mg of @DRUG$; 0.8 mg of folic acid and 0.4 mg of vitamin B12; 40	1
0	MICs for gamithromycin, @DRUG$ and @DRUG$ were 64-, 8- and 64-fold lower, respectively, in serum than in artificial medium at an inoculum size of 10(6)cfu/mL B237.	MICs for gamithromycin , @DRUG$ and @DRUG$ were 64 - , 8 - and 64 - fold frown , respectively , in serum than in contrived medium at an inoculum size of x ( sestet ) cfu / mL B237 .	8 for gamithromycin , @DRUG$ and @DRUG$ were MICs - , size - and 64 - fold lower , respectively , in serum than / artificial medium at an inoculum 64 of 10 ( 6 ) cfu in mL B237 .	for gamithromycin , @DRUG$ and @DRUG$ were - , and 64 - fold lower , respectively in serum than in artificial at an inoculum size of 10 ( 6 ) cfu / mL B237 .	The MICs for gamithromycin were 64-fold lower in serum than in artificial medium at an inoculum size of 10 (6) cfu/mL B237.	1
1	Current therapeutic options include lifestyle modifications, over-the-counter (OTC) agents, antispasmodics, serotonin agonists, and @DRUG$ and @DRUG$, two prosecretory prescription drugs approved for the treatment of IBS-C and CIC.	Current therapeutic options include lifestyle modifications , over- the-counter ( OTC ) agents , antispasmodics ,  hydroxytryptamine agonist , and @DRUG$ and @DRUG$ , two prosecretory prescription drugs approve for the treatment of IBS - C and CIC .	Current therapeutic options include lifestyle modifications , serotonin the-counter ( OTC ) agents , antispasmodics , over- agonists , and @DRUG$ treatment @DRUG$ , and prosecretory prescription drugs approved for the two of IBS - C and CIC .	Current therapeutic options include lifestyle modifications , over- the-counter OTC ) agents , antispasmodics , serotonin agonists , and @DRUG$ and @DRUG$ , two prosecretory prescription drugs approved for the treatment of IBS - C and CIC .	There are a number of current therapeutic options for IBS-C and CIC, including lifestyle modifications, OTC agents, antispasmodics, serotonin agonists, and @DRUG$ and @DRUG$, two prosecretory prescription drugs.	0
0	After the initial biopsy, subjects ingested 20 g x d(-1) of creatine monohydrate, 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose, or 20 g x d(-1) of creatine monohydrate + 100 g x @DRUG$(-1) of sucrose + 1000 @DRUG$ x d(-1) of alpha-lipoic acid for 5 days.	afterward the initial biopsy , subjects ingested xx g x ergocalciferol ( - ane ) of creatin monohydrate , xx g x ergocalciferol ( - ane ) of creatin monohydrate + 100 g x ergocalciferol ( - ane ) of sucrose , or xx g x ergocalciferol ( - ane ) of creatin monohydrate + 100 g x @DRUG$ ( - ane ) of sucrose + m @DRUG$ x d( - ane ) of alpha-lipoic elvis for 5 solar day .	After the initial biopsy , days ingested 20 g monohydrate d ( - 1 ) of sucrose x + 20 g 5 d ( - 1 ) of creatine monohydrate + x g x d ( - 1 ) of creatine , or 20 g 100 d ( - 1 ) of creatine 100 , monohydrate g x @DRUG$ ( - subjects ) of sucrose + 1000 @DRUG$ x d( - 1 ) of alpha-lipoic acid for x 1 .	the initial biopsy , subjects ingested 20 g x d ( 1 of creatine monohydrate , 20 g x d ( - 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose , or 20 g x d ( - 1 ) of creatine monohydrate + g x @DRUG$ ( - 1 ) of sucrose + 1000 @DRUG$ x d( - ) of alpha-lipoic acid for 5 days .	Subjects who ingested creatine monohydrate + sucrose had significantly higher levels of @DRUG$ in their blood than those who ingested creatine monohydrate or creatine monohydrate + alpha-lipoic acid.	1
0	In monotherapy the drug is @DRUG$ effective as other long-acting @DRUG$ channel blockers or a beta-blocker.	In monotherapy the drug is @DRUG$ effective as other long acting @DRUG$ channel blockers or a beta-blocker .	In monotherapy long-acting drug is @DRUG$ effective as other the @DRUG$ channel blockers or a beta-blocker .	In monotherapy the drug is @DRUG$ effective as other long-acting @DRUG$ channel blockers or beta-blocker	@DRUG$ is effective as other long-acting channel blockers or a beta-blocker when used as monotherapy.	1
0	@DRUG$ compared with macrolide antibiotics, @DRUG$ was associated with an increased risk of hypoglycemia (adjusted odds ratio, 4.3; 95 percent confidence interval, 2.9 to 6.3).	@DRUG$ compared with macrolide antibiotics , @DRUG$ was associated with an increased put on the line of hypoglycemia ( adjusted odds proportion , 4.3 ; xcv percent confidence interval , 2.9 to 6.3 ) .	@DRUG$ with compared macrolide antibiotics , @DRUG$ was associated with an increased 95 of hypoglycemia ( 6.3 odds ratio , 4.3 ; risk percent confidence interval , 2.9 to adjusted ) .	@DRUG$ compared with macrolide antibiotics , @DRUG$ was associated an increased of hypoglycemia ( adjusted odds ratio , 4.3 ; 95 percent confidence interval , 2.9 to 6.3 ) .	@DRUG$ is associated with an increased risk of hypoglycemia (compared to macrolide antibiotics).	1
0	The apparent volume of distribution is limited for levocetirizine (0.4 L/kg) and mizolastine (1-1.2 L/kg), larger for fexofenadine (5.4-5.8 L/kg) and particularly large for @DRUG$ (approximately 49 @DRUG$/kg).	The apparent volume of statistical distribution is circumscribed for levocetirizine ( 0.4 L /kg ) and mizolastine ( 1- 1.2 L /kg ) , larger for fexofenadine ( 5.4- 5.8 L/kg ) and particularly large for @DRUG$ ( approximately forty nine @DRUG$ / kilogram ) .	The ) volume of ) is limited for levocetirizine ( 0.4 L /kg ) and mizolastine ( 1- 1.2 L /kg apparent , larger for fexofenadine ( 49 5.8 L/kg distribution and particularly large for @DRUG$ ( approximately 5.4- @DRUG$ / kg ) .	The apparent volume of distribution is limited for levocetirizine ( 0.4 L /kg ) and mizolastine ( 1- 1.2 L /kg ) , larger for fexofenadine 5.4- L/kg ) and particularly large for @DRUG$ ( approximately 49 @DRUG$ / kg ) .	The apparent volume of distribution is limited for levocetirizine ( 0.4 L /kg ) and mizolastine ( 1- 1.2 L /kg ) , larger for fexofenadine ( 5.4- 5.8 L/kg ) and	1
0	(E)-4-(2-(6-(2-(2-(2-(18)F-fluoroethoxy)ethoxy)ethoxy)pyridin-3-yl)vinyl)-N-methyl benzenamine ((18)@DRUG$-AV-45) is such @DRUG$ an agent currently in phase III clinical studies for PET of Abeta plaques in the brain.	( E ) -4-( 2-( 6-( 2-( 2-(  - ( 18 ) F -fluoroethoxy ) ethoxy ) ethoxy ) pyridin-3-yl ) vinyl ) -N-methyl benzenamine ( ( 18 ) @DRUG$ - AV - 45 ) is such @DRUG$ an federal agent presently in phase III clinical consider for ducky of Abeta plaques in the brain .	( E ) -4-( 2-( ) 2-( 2-( - 18 ( 18 ) F -fluoroethoxy ) ethoxy ) ethoxy ) pyridin-3-yl 6-( vinyl ) -N-methyl benzenamine ( ( - ) @DRUG$ - AV 2 45 ) of such @DRUG$ an agent currently in phase III Abeta studies for PET is clinical plaques in the brain .	( E ) -4-( 2-( 6-( 2-( 2-( 2 - ( 18 ) ) ethoxy ) ethoxy ) pyridin-3-yl ) vinyl -N-methyl benzenamine ( ( 18 ) @DRUG$ - AV - 45 ) is such @DRUG$ an agent currently in phase III clinical for PET of Abeta plaques in the brain .	E"-4-(2-(6-(2-(2-(2-((18)F-fluoroethoxy)ethoxy)ethoxy)pyridin-3-yl)vinyl)-N-methylbenzenamine, or "18"@DRUG$-AV-45	1
0	"In this study we compare the efficacy and safety of three topical pediculicides: a pediculicide containing melaleuca oil (tea tree oil) and lavender oil (TTO/LO); a head lice ""suffocation"" product; and a product containing @DRUG$ and piperonyl butoxide (@DRUG$/PB)."	" inward this report we liken the efficacy and safety of tierce topical pediculicides : a pediculicide containing melaleuca oil colour ( tea tree oil colour ) and lavender oil colour ( TTO / LO ) ; a head lice " " suffocation " " product ; and a product containing @DRUG$ and piperonyl butoxide ( @DRUG$ / PB ) . "	( " this tree we compare the efficacy and safety of three topical . : a pediculicide containing melaleuca oil ( tea study oil ; and lavender oil " TTO / LO ) ) a head lice In " suffocation " " product ; and a product containing @DRUG$ and piperonyl butoxide ( @DRUG$ / PB ) pediculicides "	In this study we compare the efficacy and safety of three topical pediculicides : a containing melaleuca oil ( tea tree oil ) and lavender oil ( TTO / LO ; a head lice " " suffocation " " product ; and a product containing @DRUG$ and piperonyl butoxide ( @DRUG$ / PB ) . "	 In this study we compare the efficacy and safety of three topical pediculicides : a pediculicide containing melaleuca oil ( tea tree oil ) and lavender oil ( TTO / LO ) ; a head lice " " suffocation " " product ; and a product containing DR	1
0	Plasma concentration response to drinks containing @DRUG$ as @DRUG$ juice or formulated as a water dispersible powder.	Plasma concentration reply to drinks containing @DRUG$ as @DRUG$ juice or formulated as a water dispersible powder .	Plasma concentration response to drinks containing @DRUG$ as @DRUG$ juice or formulated as a dispersible water powder .	Plasma concentration response to drinks containing @DRUG$ as @DRUG$ juice or formulated as a water powder	The concentration of @DRUG$ in the blood after drinking a drink containing it, either as @DRUG$ juice or as a water dispersible powder .	0
0	In oral fluid, METH was detected as early @DRUG$ 0.08-2 h; c(max) was 24.7-312.2 micro g/@DRUG$ (10 mg) and 75.3-321.7 micro g/L (20 mg) and occurred at 2-12 h.	In oral fluid , METH was detected as early @DRUG$ 0.08 - two plancks constant ; c( max ) was 24.7-312.2 micro g/@DRUG$ ( 10 magnesium ) and 75.3- 321.7 micro g/L ( 20 magnesium ) and pass at two - 12 plancks constant .	12 g/L as , METH was detected fluid early @DRUG$ 0.08 - 2 h ; c( max ) was 24.7-312.2 micro 2 ( 10 mg ) and 75.3- 321.7 micro oral ( 20 mg ) and occurred at g/@DRUG$ - In h .	In oral fluid , METH was detected as early @DRUG$ 0.08 - 2 h ; c( max ) was 24.7-312.2 g/@DRUG$ ( 10 mg ) and 75.3- 321.7 micro g/L ( 20 mg ) and 2 - h	METH was detected as early as 0.08 - 2 hours after @DRUG$ was taken, with a peak concentration of 24.7-312.2 micro g/L for 10 mg of METH and 75.3- 321.7 micro g/L for 20 mg of METH	1
0	Of the other 18 animals in each group, six received 10 @DRUG$/kg of aminophylline, six received 25 mg/kg of @DRUG$, and six received 50 mg/kg of aminophylline intravenously before induction of enflurane or halothane anesthesia.	Of the other  animals in each group ,  received 10 @DRUG$ / kg of aminophylline ,  received twenty five mg / kg of @DRUG$ , and  received 50 mg / kg of aminophylline intravenously before induction of ethrane or halothane anesthesia .	Of the other 18 received in each of animals six received 10 @DRUG$ / kg group aminophylline , six received 25 mg of kg of @DRUG$ , and six , 50 mg / kg / aminophylline intravenously before induction of enflurane or halothane anesthesia .	Of the other 18 animals in each group , six received 10 @DRUG$ / kg of aminophylline , six received 25 mg / kg of @DRUG$ , and six received 50 mg / kg of intravenously before induction of enflurane or halothane anesthesia .	For every 10 kg of aminophylline given to an animal, 6 kg of @DRUG$ is also given.	1
0	[3H]@DRUG$ was also shown to associate with IEC-6 cells at similar concentrations to cholesterol with the most pronounced inhibition of FM-VP4 accumulation occurring at a cholesterol concentration of 50 micro M. However, @DRUG$-induced inhibition was detectable only after 1 hour of incubation.	[ 3H ] @DRUG$ was also shown to associate with IEC - 6 cells at similar concentrations to cholesterin with the most enunciate inhibition of fm - VP4 accumulation occurring at a cholesterin concentration of fifty micro M. However , @DRUG$ - induced inhibition was detectable only after 1  minutes of incubation .	occurring 3H ] @DRUG$ IEC also shown to associate with was - 6 cells at similar cholesterol to cholesterol with the 50 pronounced , of FM - VP4 accumulation [ at a concentrations concentration of most micro M. However inhibition @DRUG$ - induced inhibition was detectable only after 1 hour of incubation .	[ 3H ] @DRUG$ was also shown to with IEC 6 cells at similar concentrations to cholesterol with the most pronounced inhibition of FM - accumulation occurring at a cholesterol concentration of 50 micro M. However , @DRUG$ - induced inhibition was detectable only after 1 hour of incubation .	 [ 3H ] @DRUG$ was also shown to associate with IEC - 6 cells at similar concentrations to cholesterol with the most pronounced inhibition of FM - VP4 accumulation occurring at a cholesterol concentration of 50 micro M. However , @DRUG$ - induced inhibition was detectable only after 1 hour of incub	0
0	As soon @DRUG$ we knockdown miR-302a and over-expression CUL1 in TNBC cells, the cytotoxicity of @DRUG$ was reversed.	eastern samoa shortly @DRUG$ we knockdown miR-302a and over-expression CUL1 in TNBC cells , the cytotoxicity of @DRUG$ was reversed .	As soon @DRUG$ we knockdown miR-302a and , CUL1 over-expression TNBC cells in the cytotoxicity of @DRUG$ was reversed .	As soon @DRUG$ we knockdown miR-302a and CUL1 in TNBC cells , cytotoxicity @DRUG$ was reversed .	When @DRUG$ is present, it knocks down miR-302a, and this in turn causes an increase in CUL1. This then leads to a reversal in the cytotoxicity of @DRUG$.	0
0	@DRUG$ is generally well tolerated by all age groups and causes less diarrhoea than amoxicillin/@DRUG$.	@DRUG$ is generally intimately tolerated by all age groups and causes less diarrhoea than amoxicillin / @DRUG$ .	@DRUG$ is generally all tolerated by well age groups and causes less diarrhoea than amoxicillin / @DRUG$ .	@DRUG$ is well tolerated by all age groups and causes less diarrhoea than amoxicillin / @DRUG$ .	@DRUG$ is generally well tolerated by all age groups and causes less diarrhoea than amoxicillin.	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, @DRUG$, ertapenem sodium, escitalopram oxalate, @DRUG$; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This emerge focuses on the adopt pick of do drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , ordure - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , nought ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , @DRUG$ , ertapenem sodium , escitalopram oxalate , @DRUG$ ; Fenretinide ; Gefitinib , gestodene , ghrelin ( man ) ; hMaxi -K , man papillomavirus vaccine ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , irofulven , i - 1018 ; Lasofoxifene tartrate , bendopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce type b , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort pull , sunitinib malate ; cialis , tanaproget , taxus , tiotropium banality , treprostinil sodium ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses tartrate ; following selection alfa drugs : AAV / NGFbeta pimecrolimus , aprepitant aripiprazole / atomoxetine , ; beta-Methyl-6-chloromelatonin , BMS - 214662 , Zileuton , bosentan , Calcipotriol of betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , the ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet bromide drospirenone , drospirenone / ethinylestradiol , drotrecogin John's ( activated on , duloxetine hydrochloride , peginterferon ; Ecogramostim , @DRUG$ , ertapenem sodium ; escitalopram oxalate , @DRUG$ ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene ) , levodopa Nemifitide carbidopa / entacapone , liposomal doxorubicin ; , ditriflutate , Pegfilgrastim ; Omalizumab ; nesiritide , dutasteride alfa - 2a hydrochloride peginterferon alfa - 2 b , phVEGF - Rasburicase , , , pramlintide acetate ; A165 , rimonabant hydrochloride Cypher Satraplatin , St. - Wort tiotropium , sunitinib malate ; Tadalafil , tanaproget , Taxus , extract , , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; bortezomib .	This issue focuses on the following selection of : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; / betamethasone , CEA-TRICOM , cetuximab ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone drospirenone / ethinylestradiol , drotrecogin alfa activated ) hydrochloride , dutasteride ; Ecogramostim , @DRUG$ , ertapenem sodium , escitalopram oxalate , @DRUG$ ; Fenretinide ; Gefitinib , gestodene , ( human ) ; -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine i131 ) tositumomab , irofulven ISS - 1018 ; tartrate , levodopa / carbidopa / entacapone , doxorubicin ; Nemifitide ditriflutate , ; Omalizumab ; Pegfilgrastim , peginterferon - 2a , peginterferon alfa - 2 b , phVEGF - A165 pimecrolimus , pramlintide acetate ; , rimonabant hydrochloride ; , St. Wort , malate Tadalafil tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; , vardenafil hydrochloride hydrate ; ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	First-generation histamine H1-receptor antagonists, such @DRUG$ @DRUG$, triprolidine, hydroxyzine or chlorpheniramine (chlorphenamine), frequently cause somnolence or other CNS adverse effects.	First- generation histamine H1 - receptor antagonists , such @DRUG$ @DRUG$ , triprolidine , hydroxyzine hydrochloride or chlorpheniramine ( chlorphenamine ) , oft cause somnolence or other CNS adverse personal effects .	First- generation histamine H1 cause - antagonists , such @DRUG$ @DRUG$ , triprolidine , hydroxyzine or chlorpheniramine ( ) chlorphenamine , frequently receptor somnolence or other CNS adverse effects .	First- generation histamine H1 - antagonists , such @DRUG$ @DRUG$ , triprolidine , hydroxyzine or chlorpheniramine ( chlorphenamine ) , frequently cause somnolence or other CNS adverse effects .	First- generation histamine H1 - receptor antagonists , such as @DRUG$ and @DRUG$ , frequently cause somnolence or other CNS adverse effects .	0
0	Cannabinol (CBN), cannabichromene (CBC), the acids (CBDA, CBGA, THCA) and propyl homologues (CBDV, CBGV, THCV) of @DRUG$, @DRUG$ (CBG) and THC, and tetrahydrocannabivarin acid (THCVA) were also tested.	Cannabinol ( CBN ) , cannabichromene ( blood profile ) , the dot ( CBDA , CBGA , THCA ) and propyl homologues ( CBDV , CBGV , THCV ) of @DRUG$ , @DRUG$ ( CBG ) and tetrahydrocannabinol , and tetrahydrocannabivarin back breaker ( THCVA ) were also tested .	Cannabinol ( ( ) , cannabichromene ( CBC ) , the acids ) CBDA , CBGA , THCA ) and propyl homologues ( CBDV , CBGV , THCV ( of @DRUG$ , @DRUG$ ( CBG ) and THC , and tetrahydrocannabivarin acid ) THCVA CBN were also tested .	Cannabinol ( CBN ) , cannabichromene ( CBC ) , the acids ( CBDA , CBGA , THCA ) propyl homologues ( CBDV , , THCV ) of @DRUG$ , @DRUG$ ( CBG and THC , and tetrahydrocannabivarin acid ( THCVA also tested	Cannabinol ( CBN ) , cannabichromene ( CBC ) , the acids ( CBDA , CBGA , THCA ) and propyl homologues ( CBDV , CBGV , THCV ) of @DRUG$ are also found in @DRUG$ ( CBG )	0
0	Eighteen clinical Enterobacteriaceae isolates, including nine carbapenem-resistant strains, were evaluated against ceftazidime-@DRUG$ (2,000 mg/500 mg) @DRUG$ a 2-h infusion every 8 h. To highlight the impact of avibactam, 13 select isolates were tested in the neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 h (2-h infusion).	 clinical Enterobacteriaceae set apart , including nine carbapenem - resistant strains , were evaluated against ceftazidime - @DRUG$ ( 2,000 mg /500 mg ) @DRUG$ a deuce - h infusion every 8 h . To highlight the touch on of avibactam , 13 select set apart were tested in the neutropenic simulate against a humanized regime of 2,000 mg ceftazidime every 8 h ( 2- h infusion ) .	Eighteen clinical Enterobacteriaceae h highlight including - carbapenem - resistant strains , were evaluated against ceftazidime - @DRUG$ ( 2,000 mg /500 mg ) @DRUG$ a select nine isolates infusion every 8 h . To , the impact of in , h 2 isolates were tested avibactam the neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 13 ( 2- h infusion ) .	Eighteen clinical Enterobacteriaceae isolates , including nine carbapenem - resistant strains , were evaluated against ceftazidime - @DRUG$ ( 2,000 mg /500 mg ) @DRUG$ a 2 - h infusion every 8 h . To highlight the impact avibactam 13 select isolates were tested in the neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 h ( 2- h infusion ) .	Eighteen clinical Enterobacteriaceae isolates were evaluated against ceftazidime-@DRUG$ (2,000 mg/500 mg) @DRUG$ a 2-h infusion every 8 h. To highlight the impact of avibactam, 13 select isolates were tested in	0
0	Neither trial reported function.Low-quality evidence from three trials (1136 participants) indicated there may be no difference in the incidence of acute gout attacks with @DRUG$ up to 300 mg daily versus @DRUG$ 80 mg daily over eight to 24 weeks (21% with allopurinol versus 23% with febuxostat, RR 0.89, 95% CI 0.71 to 1.1); however more participants may achieve target serum urate level (four trials; 2618 participants) with febuxostat 80 mg daily versus allopurinol 300 mg daily (38% with allopurinol versus 70% with febuxostat, RR 0.56, 95% CI 0.48 to 0.65, NNTB with febuxostat 4).	Neither trial reported operate . Low - select show from three trials ( 1136 player ) point there crataegus laevigata be no difference in the relative incidence of acute gout attacks with @DRUG$ up to 300 magnesium daily versus @DRUG$ 80 magnesium daily over eight to 24 week ( 21 % with allopurinol versus 23 % with febuxostat , RR 0.89 , 95 % curie 0.71 to 1.1 ) ; however more player crataegus laevigata attain target blood serum urate level ( four trials ; 2618 player ) with febuxostat 80 magnesium daily versus allopurinol 300 magnesium daily ( 38 % with allopurinol versus 70 % with febuxostat , RR 0.56 , 95 % curie 0.48 to 0.65 , NNTB with febuxostat 4 ) .	Neither trial reported function . % - quality there from three trials ( 1136 participants ) indicated evidence may , no difference in the % of acute gout ; with @DRUG$ up to 300 mg daily versus @DRUG$ 80 mg daily over eight to 24 weeks 0.56 with % with allopurinol versus 23 Low with febuxostat , RR 0.89 be 95 ) participants 0.71 to 1.1 ) ; febuxostat more participants may achieve target serum urate level ( four trials attacks 2618 CI with with however 80 mg daily versus allopurinol 300 mg daily ( 38 incidence with allopurinol versus % % % febuxostat , RR ( , 95 70 CI 0.48 to 0.65 , NNTB 21 febuxostat 4 ) .	Neither trial reported function . Low - quality evidence from three trials ( 1136 participants there may be difference in the incidence of acute gout with up to 300 mg daily versus @DRUG$ 80 mg daily over to 24 weeks 21 % with allopurinol versus % with febuxostat , RR 0.89 , 95 % CI to 1.1 ) ; however more participants may achieve target serum urate level ( four trials 2618 ) with 80 versus allopurinol 300 daily ( 38 % with allopurinol versus 70 % with febuxostat , 0.56 , 95 % CI 0.48 to 0.65 , NNTB with febuxostat 4 ) .	There may be no difference in the incidence of acute gout attacks with @DRUG$ up to 300 mg daily versus @DRUG$ 80 mg daily over eight to 24 weeks.	0
1	Substitution of the new diamine antibiotic SQ109 for @DRUG$ in a mouse model of chronic tuberculosis (TB) improved efficacy of combination drug therapy with first-line TB drugs rifampin and @DRUG$, with or without pyrazinamide: at 8 weeks, lung bacteria were 1.5 log10 lower in SQ109-containing regimens.	exchange of the new diamine antibiotic drug SQ109 for @DRUG$ in a mouse model of chronic tuberculosis ( TB ) improved efficacy of combination drug therapy with first- line TB drugs rifampin and @DRUG$ , with or without pyrazinamide : at 8 weeks , lung bacterium were 1.5 log10 turn down in SQ109 - stop regimens .	Substitution of the line diamine antibiotic SQ109 for @DRUG$ in a mouse model of chronic tuberculosis or TB ) improved efficacy of combination drug therapy with first- new drugs TB rifampin and @DRUG$ pyrazinamide with ( regimens , : at 8 weeks , lung bacteria were 1.5 log10 lower in SQ109 - containing without .	Substitution of the new diamine SQ109 for @DRUG$ mouse model of chronic ( TB ) improved efficacy of combination drug therapy with first- line drugs rifampin and @DRUG$ , with or without pyrazinamide : at 8 weeks lung bacteria were 1.5 log10 lower in SQ109 - containing regimens .	Substitution of the new diamine antibiotic SQ109 for @DRUG$ in a mouse model of chronic tuberculosis ( TB ) improved efficacy of combination drug therapy with first- line TB drugs rifampin and @DRUG$ , with or without pyrazinamide : at 8 weeks , lung bacteria	0
0	As well @DRUG$ blocking muscarinic receptors in the detrusor muscle, the drug also inhibits cellular @DRUG$ influx, thereby diminishing muscle spasm.	As well @DRUG$ impede muscarinic receptors in the detrusor muscle , the drug also inhibits cellular @DRUG$ influx , thereby lessen muscle spasm .	blocking well @DRUG$ As muscarinic receptors drug the detrusor muscle , the in also inhibits cellular @DRUG$ influx , thereby diminishing muscle spasm .	As well @DRUG$ blocking muscarinic receptors in the detrusor muscle , the drug also inhibits cellular @DRUG$ influx , thereby diminishing muscle spasm .	@DRUG$ blocks muscarinic receptors in the detrusor muscle, and this inhibits cellular @DRUG$ influx, thereby diminishing muscle spasm.	0
0	Unlike shorter chain FPPS inhibitors, such @DRUG$ @DRUG$, BPH-210 is also found to be a potent inhibitor of human geranylgeranyl diphosphate synthase.	Unlike short chain FPPS inhibitor , such @DRUG$ @DRUG$ , BPH - 210 is also found to be a potent inhibitor of human geranylgeranyl diphosphate synthase .	Unlike shorter chain FPPS inhibitors , such @DRUG$ @DRUG$ , 210 - BPH is to found also be a potent inhibitor of human geranylgeranyl diphosphate synthase .	Unlike shorter chain FPPS inhibitors , @DRUG$ @DRUG$ , BPH - 210 is found to be a potent inhibitor of human diphosphate synthase .	@DRUG$ is a potent inhibitor of human geranylgeranyl diphosphate synthase, while @DRUG$ is also found to be a potent inhibitor of human geranylgeranyl diphosphate synthase.	0
0	This study was designed to investigate the human absorption, disposition, and mass @DRUG$ of (14)C-@DRUG$, a novel high affinity SV2A ligand with potent anticonvulsant activity.	This contemplate was designed to investigate the human absorption , disposition , and mass @DRUG$ of ( fourteen ) C - @DRUG$ , a novel senior high school affinity SV2A ligand with potent anticonvulsant activity .	, study was designed to SV2A the human absorption , disposition This and mass @DRUG$ of ( 14 ) C - @DRUG$ , a novel high affinity investigate ligand with potent anticonvulsant activity .	This study was designed to investigate human absorption , disposition , and mass @DRUG$ of ( 14 ) C - @DRUG$ , a novel high affinity SV2A ligand with potent anticonvulsant activity .	This study was designed to investigate how well human beings absorb , dispose of , and mass-produce ( 14 ) C - @DRUG$ , a novel high affinity SV2A ligand with potent anticonvulsant activity .	1
1	Inhibition of human @DRUG$-a-go-go-related gene potassium channels by alpha 1-adrenoceptor antagonists prazosin, @DRUG$, and terazosin.	forbiddance of human @DRUG$ - a- go- go-related factor potassium channels by alpha 1 - adrenoceptor antagonists prazosin , @DRUG$ , and terazosin .	Inhibition of human @DRUG$ - a- go- go-related gene by channels potassium and 1 - adrenoceptor antagonists prazosin , @DRUG$ , alpha terazosin .	Inhibition human @DRUG$ - a- go- gene potassium channels by alpha 1 adrenoceptor antagonists prazosin , @DRUG$ , and terazosin .	@DRUG$ is inhibited by @DRUG$, which are a- go- go-related gene potassium channels that are blocked by alpha 1 - adrenoceptor antagonists prazosin, DRUGB, and terazosin.	0
0	Vitamin B12 (cyancobalamin, Cbl) has two active @DRUG$-enzyme forms, methylcobalamin (@DRUG$) and adenosylcobalamin (AdCbl).	vitamin B12 ( cyancobalamin , Cbl ) has two active agent @DRUG$ - enzyme forms , methylcobalamin ( @DRUG$ ) and adenosylcobalamin ( AdCbl ) .	Vitamin Cbl ( adenosylcobalamin , B12 ) has two active @DRUG$ - enzyme forms , methylcobalamin ( @DRUG$ ) and cyancobalamin ( AdCbl ) .	Vitamin B12 cyancobalamin , Cbl ) has two active @DRUG$ enzyme forms , methylcobalamin ( @DRUG$ ) and adenosylcobalamin ( .	Vitamin B12 ( cyancobalamin , Cbl ) has two active enzyme forms , methylcobalamin ( @DRUG$ ) and adenosylcobalamin ( AdCbl ) .	1
0	We analysed the block of inward sodium currents induced by the combination of @DRUG$, dichloro-benzylalcohol and the local anaesthetic @DRUG$.	We analysed the block of inward atomic number  currents induced by the combination of @DRUG$ , dichloro- benzylalcohol and the local anaesthetic agent @DRUG$ .	We analysed the of block the sodium currents induced by inward combination of @DRUG$ , dichloro- benzylalcohol and the local anaesthetic @DRUG$ .	We the block of inward sodium currents induced by the @DRUG$ , dichloro- benzylalcohol and the local anaesthetic @DRUG$ .	The combination of @DRUG$ and @DRUG$ blocks the inward sodium currents.	0
1	RESULTS: Of the 31 antipsychotics examined, the older traditional antipsychotics such as trifluperazine, pimozide, chlorpromazine, fluphenazine, haloperidol, and @DRUG$ bind more tightly than dopamine itself to the dopamine D2 receptor, with dissociation constants that are lower than that for @DRUG$.	RESULTS : Of the thirty one antipsychotics examined , the one time traditional antipsychotics such as trifluperazine , pimozide , chlorpromazine , fluphenazine , haldol , and @DRUG$ bind more tightly than dopamine itself to the dopamine D2 receptor , with disassociation constants that are lower than that for @DRUG$ .	, : Of the 31 as examined , the for traditional antipsychotics such antipsychotics trifluperazine , pimozide , chlorpromazine , fluphenazine than haloperidol , and @DRUG$ bind more tightly than dopamine itself to the dopamine D2 receptor RESULTS with dissociation constants that are lower , that older @DRUG$ .	RESULTS : Of the 31 antipsychotics examined , the older traditional antipsychotics as trifluperazine , pimozide chlorpromazine , fluphenazine , haloperidol , and @DRUG$ bind more tightly than dopamine itself to the dopamine D2 receptor , with dissociation constants are lower than that for @DRUG$ .	The older traditional antipsychotics such as trifluperazine, pimozide, chlorpromazine, fluphenazine, haloperidol, and @DRUG$ bind more tightly than dopamine itself to the dopamine D2 receptor, with dissociation constants that are lower than that for DR	1
0	Maximum plasma levels (57.2 +/- 29.4 @DRUG$/mL) and area under the curve of concentration versus time (43.3 +/- 11.4 micrograms.h/@DRUG$) were significantly lower after ic administration than after iv administration (352.8 +/- 287.6 ng/mL and 152.6 +/- 0.247 micrograms.h/L, respectively).	Maximum plasma levels ( 57.2 +/- 29.4 @DRUG$ / mL ) and area under the curve of concentration versus time ( 43.3 +/- 11.4 micrograms.h/ @DRUG$ ) were significantly humble after ic organisation than after four organisation ( 352.8 +/- 287.6 nanogram / mL and 152.6 +/- 0.247 micrograms.h/L , severally ) .	Maximum plasma levels ( 57.2 +/- 29.4 @DRUG$ after 11.4 ) and area under after curve of concentration versus time / 43.3 +/- mL micrograms.h/ @DRUG$ ) were significantly lower the ic administration than ( iv administration ( 352.8 +/- 287.6 ng / mL and 152.6 +/- 0.247 micrograms.h/L , respectively ) .	Maximum plasma levels 57.2 +/- 29.4 @DRUG$ / mL ) and area under the curve of versus time 43.3 +/- 11.4 micrograms.h/ @DRUG$ ) were significantly after ic administration than administration ( 352.8 +/- 287.6 ng / mL and 152.6 +/- 0.247 micrograms.h/L respectively ) .	Maximum plasma levels ( 57.2 +/- 29.4 @DRUG$ / mL ) and area under the curve of concentration versus time ( 43.3 +/- 11.4 micrograms.h/ @DRUG$ ) were significantly lower after ic administration than after iv administration ( 352.8 +/- 287	0
0	Platelet aggregation induced by 1, 20 and 50 micromol/@DRUG$ adenosine diphosphate (ADP), the stimulated expression of GP IIb/IIIa and P-selectin, and plasma @DRUG$ levels were determined.	Platelet aggregation induced by i , 20 and l micromol / @DRUG$ adenosine diphosphate ( ADP ) , the stimulated expression of GP IIb / IIIa and P-selectin , and plasma @DRUG$ levels were fix .	Platelet , induced by 1 , 20 and 50 and / @DRUG$ adenosine diphosphate ( ADP ) , the stimulated expression of GP IIb P-selectin IIIa micromol / aggregation and plasma @DRUG$ levels were determined .	Platelet aggregation induced by 1 , and 50 micromol / @DRUG$ adenosine diphosphate ( ADP ) , the stimulated expression of GP IIb / and P-selectin , and plasma @DRUG$ levels were determined .	The amount of @DRUG$ that is needed to cause platelet aggregation, the expression of GP IIb / IIIa and P-selectin, and the levels of @DRUG$ in the plasma were determined.	0
0	Thus, @DRUG$, as an adjunct to psychosocial/behavioural therapies, represents a novel advance for the management of @DRUG$-dependent patients in the postdetoxification period.	so , @DRUG$ , as an accessory to psychosocial / behavioural therapy , represents a novel advance for the management of @DRUG$ - dependent patients in the postdetoxification period .	, , @DRUG$ , as an adjunct to psychosocial / behavioural therapies Thus represents a novel advance for the management the @DRUG$ - dependent patients in postdetoxification of period .	Thus , @DRUG$ , as an adjunct to psychosocial / behavioural therapies , represents a novel advance for management of @DRUG$ - dependent patients in the postdetoxification period .	@DRUG$, when used in combination with psychosocial/behavioral therapies, represents a new and improved way of treating patients who are dependent on @DRUG$.	0
0	Men with moderate-to-severe premature ejaculation in stable, heterosexual relationships took placebo (n=870), 30 mg @DRUG$ (874), or 60 @DRUG$ dapoxetine (870) on-demand (as needed, 1-3 h before anticipated sexual activity).	Men with moderate- to- severe premature ejaculation in stable , heterosexual relationships took placebo ( n=870 ) ,  mg @DRUG$ ( 874 ) , or 60 @DRUG$ dapoxetine ( 870 ) on- demand ( as needed , 1 - trio h before anticipated intimate activeness ) .	Men anticipated moderate- to- severe premature ejaculation 3 stable , heterosexual relationships took placebo ( n=870 ) , 30 mg @DRUG$ ( 874 ) , 60 or @DRUG$ dapoxetine ( 870 ) on- demand ( as needed , 1 - in sexual before with h activity ) .	Men with moderate- severe premature ejaculation in stable , heterosexual relationships took placebo n=870 , 30 @DRUG$ ( 874 , or 60 @DRUG$ dapoxetine ( 870 ) on- demand ( as needed 1 - 3 h before anticipated sexual activity ) .	Men with moderate- to- severe premature ejaculation in stable , heterosexual relationships took placebo ( n=870 ) , 30 mg @DRUG$ ( 874 ) , or 60 @DRUG$ dapoxetine ( 870 ) on- demand ( as needed , 1 - 3 h before anticipated	0
0	Two large randomized, nonblind efficacy studies demonstrated that transdermal ethinylestradiol/@DRUG$ was as efficacious in preventing pregnancy @DRUG$ oral triphasic ethinylestradiol/levonorgestrel or oral ethinylestradiol/desogestrel.	deuce large randomise , nonblind efficacy studies establish that transdermal ethinylestradiol / @DRUG$ was as efficacious in preventing pregnancy @DRUG$ oral triphasic ethinylestradiol / levonorgestrel or oral ethinylestradiol / desogestrel .	Two demonstrated randomized ethinylestradiol in efficacy studies large that transdermal ethinylestradiol / @DRUG$ was as efficacious nonblind preventing pregnancy @DRUG$ oral triphasic ethinylestradiol / levonorgestrel or oral , / desogestrel .	Two large randomized , nonblind efficacy demonstrated that transdermal ethinylestradiol / @DRUG$ was as efficacious in preventing pregnancy @DRUG$ ethinylestradiol / levonorgestrel oral ethinylestradiol / desogestrel .	Two large randomized, nonblind efficacy studies demonstrated that transdermal ethinylestradiol/@DRUG$ was as efficacious in preventing pregnancy as oral triphasic ethinylestradiol/levonorgestrel or oral ethinylestradiol/desogestrel.	1
0	@DRUG$ is selective for the I(@DRUG$) current and exerts significant inhibition of this current and heart rate reduction at concentrations that do not affect other cardiac ionic currents.	@DRUG$ is selective for the I ( @DRUG$ ) stream and exerts significant inhibition of this stream and heart value reduction at concentrations that do not affect other cardiac classical greek currents .	@DRUG$ is selective for the I ( @DRUG$ reduction ionic and exerts significant ) of this current and heart rate inhibition at concentrations that do not affect other cardiac current currents .	@DRUG$ is selective for the I ( @DRUG$ ) current and exerts significant inhibition of this current and heart rate reduction at concentrations that not affect other cardiac ionic currents	@DRUG$ selectively inhibits the @DRUG$ current, and this inhibition results in a reduction in heart rate.	0
1	It is concluded that:1) Cholinergic mechanisms in the rat brain are involved in the central action of @DRUG$ and of some MAO-I., 3) Cholinergic function of the brain may be modulated by the adrenergic activity, 2) Individual parts of the brain have different susceptibility to the influence of different MAO-I on the @DRUG$-E activity.	It is concluded that : ane ) Cholinergic mechanism in the rat brain are involved in the central action of @DRUG$ and of some monoamine oxidase - I. , triplet ) Cholinergic function of the brain whitethorn be modulated by the adrenergic activity , 2 ) Individual parts of the brain have unlike susceptibility to the influence of unlike monoamine oxidase - I on the @DRUG$ -E activity .	It is concluded that : 1 brain Cholinergic mechanisms of the rat brain central involved in the are action of @DRUG$ and of 3 MAO - I. , some ) Cholinergic function of the ) may be modulated ) the adrenergic activity , 2 I Individual parts of the brain have different susceptibility to the influence in different MAO - by on the @DRUG$ -E activity .	It is concluded that : 1 ) Cholinergic mechanisms in the rat brain involved in the action of @DRUG$ and of some MAO - I. , 3 ) Cholinergic of the brain may be by the adrenergic activity , 2 ) Individual parts the brain have different susceptibility to the influence of different MAO - I on @DRUG$ -E activity .	The cholinergic mechanisms in the rat brain are involved in the central action of @DRUG$ and of some MAO inhibitors. The cholinergic function of the brain may be modulated by the adrenergic activity. Individual parts of the brain have different susceptibility to the influence of different MAO inhibitors	1
0	The crystallographically determined structures of @DRUG$, potassium, rubidium, and hydronium ion complexes of @DRUG$ are in excellent agreement with the nmr structure determination of the cesium ion gramicidin complex in a methanol chloroform mixture (50 : 50).	The crystallographically determined structures of @DRUG$ , k , rubidium , and hydronium ion complexes of @DRUG$ are in fantabulous agreement with the nmr social organization determination of the cesium ion gramicidin complex in a methanol trichloromethane mixture ( 50 : 50 ) .	methanol crystallographically mixture structures of @DRUG$ , ion , rubidium , and hydronium ion complexes of @DRUG$ are in excellent agreement with the nmr structure 50 of the cesium potassium gramicidin complex in a The chloroform determined ( 50 : determination ) .	The crystallographically determined structures of @DRUG$ , potassium , , and hydronium ion complexes of @DRUG$ are in agreement with the structure determination of the cesium ion gramicidin complex in a methanol chloroform mixture ( 50 : 50 ) .	The crystallographically determined structures of @DRUG$ and @DRUG$ are in excellent agreement with the nmr structure determination of the cesium ion gramicidin complex in a methanol chloroform mixture ( 50 : 50 ) .	0
0	Several effective drugs with less than 3 trials included: 3 ace inhibitors (enalapril, lisinopril, @DRUG$), two @DRUG$ receptor blockers (candesartan, telmisartan), two anticonvulsants (lamotrigine, levetiracetam), and several beta-blockers (atenolol, bisoprolol, timolol).	Several in effect drugs with le than 3 trials include : 3 ace inhibitors ( enalapril , zestril , @DRUG$ ) , two @DRUG$ receptor blockers ( candesartan , telmisartan ) , two anticonvulsants ( lamotrigine , levetiracetam ) , and several beta-blockers ( tenormin , bisoprolol , timolol ) .	Several than drugs with less , 3 trials receptor : anticonvulsants ace inhibitors ( enalapril , lisinopril ) @DRUG$ ) , two @DRUG$ included blockers ( candesartan , telmisartan , , two 3 ( lamotrigine effective levetiracetam ) , and several beta-blockers ( atenolol , bisoprolol , timolol ) .	Several effective drugs with less than 3 trials included : 3 ace inhibitors enalapril , lisinopril , @DRUG$ , @DRUG$ blockers ( candesartan , telmisartan ) , two ( lamotrigine , levetiracetam ) , several beta-blockers ( atenolol , bisoprolol ) .	There are several effective drugs that are less than 3 trials included. These drugs are 3 ace inhibitors ( enalapril , lisinopril , and @DRUG$ ), 2 @DRUG$ receptor blockers ( candesartan , telmisartan ), 2 anticonvulsants ( lam	0
0	[The comparative influence of pyrazidol, @DRUG$ and other antidepressant monoamine oxidase inhibitors on the pressor effect of @DRUG$].	[ The comparative shape of pyrazidol , @DRUG$ and other antidepressant monoamine oxidase inhibitors on the vasoconstrictive effect of @DRUG$ ] .	on The comparative influence of pyrazidol , @DRUG$ and other antidepressant monoamine oxidase inhibitors [ the pressor effect of @DRUG$ ] .	[ The comparative influence of pyrazidol , @DRUG$ and other antidepressant monoamine oxidase inhibitors on the pressor effect of @DRUG$ ] .	Pyrazidol has a greater comparative influence on the pressor effect of @DRUG$ than other antidepressant monoamine oxidase inhibitors.	1
0	This includes the tricyclic antidepressant amitriptyline, all selective serotonin reuptake inhibitors (SSRIs) reviewed (paroxetine, citalopram, sertraline, and fluoxetine), the newer antidepressants atomoxetine and @DRUG$, pergolide, @DRUG$ as well as repetitive transcranial magnetic stimulation (rTMS) for the treatment of depression or depressive symptoms; methylphenidate and modafinil for the treatment of fatigue; amantadine for the treatment of pathological gambling; donepezil, galantamine, and memantine for the treatment of dementia; quetiapine for the treatment of psychosis; fludrocortisone and domperidone for the treatment of orthostatic hypotension; sildenafil for the treatment of erectile dysfunction, ipratropium bromide spray for the treatment of sialorrhea; levodopa/carbidopa controlled release (CR), pergolide, eszopiclone, melatonin 3 to 5 mg and melatonin 50 mg for the treatment of insomnia and modafinil for the treatment of excessive daytime sleepiness.	This includes the tricyclic antidepressant drug amitriptyline , all selective serotonin reuptake inhibitors ( SSRIs ) reviewed ( paroxetine , citalopram , sertraline , and fluoxetine ) , the newfangled antidepressants atomoxetine and @DRUG$ , pergolide , @DRUG$ as well as repetitious transcranial magnetic input ( rTMS ) for the discussion of slump or depressive symptom ; methylphenidate and modafinil for the discussion of fatigue ; amantadine for the discussion of pathologic gambling ; donepezil , galantamine , and memantine for the discussion of dementia ; quetiapine for the discussion of psychosis ; fludrocortisone and domperidone for the discussion of orthostatic hypotension ; sildenafil for the discussion of cavernous disfunction , ipratropium commonplace atomiser for the discussion of sialorrhea ; levodopa / carbidopa verify release ( CR ) , pergolide , eszopiclone , melatonin tercet to 5 mg and melatonin 50 mg for the discussion of insomnia and modafinil for the discussion of extravagant daytime sleepiness .	This includes the tricyclic antidepressant amitriptyline , all carbidopa serotonin reuptake inhibitors ) SSRIs ) reviewed ( paroxetine , of , sertraline , release fluoxetine ( , the newer antidepressants atomoxetine and @DRUG$ , pergolide , @DRUG$ as well as repetitive transcranial magnetic stimulation ( rTMS ) for the ; of depression or depressive symptoms ; methylphenidate and modafinil for domperidone treatment citalopram fatigue treatment amantadine for ; treatment of pathological gambling ; donepezil , galantamine , and memantine for the treatment of dementia ; quetiapine for the daytime of psychosis ; fludrocortisone the for for of treatment of orthostatic hypotension ; sildenafil for for treatment the erectile dysfunction , ipratropium bromide spray and the treatment of sialorrhea the levodopa / selective controlled and ( CR ) , pergolide , eszopiclone , melatonin 3 to 5 mg and melatonin 50 mg for the treatment of insomnia and modafinil the the treatment of excessive treatment sleepiness .	includes the tricyclic antidepressant amitriptyline , all selective serotonin reuptake inhibitors ( ) reviewed ( paroxetine , citalopram , sertraline , and fluoxetine ) , the newer antidepressants atomoxetine and @DRUG$ , pergolide , @DRUG$ as well repetitive transcranial magnetic stimulation rTMS ) the treatment of or depressive symptoms ; methylphenidate and for the of ; amantadine for the treatment of pathological gambling ; donepezil , galantamine , and memantine for the treatment of dementia ; quetiapine for of ; fludrocortisone and domperidone for the treatment of orthostatic hypotension ; sildenafil for the treatment of erectile dysfunction , ipratropium bromide for the treatment of sialorrhea ; levodopa / carbidopa controlled release ( CR ) , pergolide , eszopiclone , melatonin 3 to 5 and melatonin 50 mg for the treatment of insomnia and modafinil the treatment of excessive sleepiness	@DRUG$ is a newer antidepressant that is similar to @DRUG$, which is a tricyclic antidepressant. Both of these medications are used to treat depression.	0
0	METHODS: We randomly assigned 565 adult outpatients who had nonpsychotic major depressive disorder without remission despite a mean of 11.9 weeks of citalopram therapy (mean final dose, 55 mg per day) to receive sustained-release bupropion (at a dose of up to 400 @DRUG$ per day) @DRUG$ augmentation and 286 to receive buspirone (at a dose of up to 60 mg per day) as augmentation.	METHODS : We randomly allot 565 pornographic outpatients who had nonpsychotic major depressive disquiet without remission despite a intend of 11.9 weeks of citalopram therapy ( intend final dose , 55 mg per day ) to pick up sustained - release bupropion ( at a dose of up to  @DRUG$ per day ) @DRUG$ augmentation and 286 to pick up buspirone ( at a dose of up to  mg per day ) as augmentation .	day assigned We randomly weeks 565 adult outpatients major had of who depressive disorder without remission at a mean of 11.9 : despite citalopram therapy ( mean final dose , 55 mg per day ) to receive sustained - release bupropion ( at a dose of up to 400 @DRUG$ per METHODS ) @DRUG$ augmentation and 286 to receive buspirone ( of a dose nonpsychotic up to 60 mg per day ) as augmentation .	METHODS : We randomly assigned 565 adult outpatients who had depressive disorder without remission despite a of 11.9 weeks of citalopram therapy ( mean dose , 55 mg per day ) to receive sustained - release bupropion ( at a dose of up to 400 @DRUG$ per day ) @DRUG$ augmentation and 286 to receive buspirone ( at a dose of up to 60 mg per day ) as augmentation .	We randomly assigned 565 adult outpatients who had nonpsychotic major depressive disorder without remission despite a mean of 11.9 weeks of citalopram therapy ( mean final dose , 55 mg per day ) to receive sustained - release bupropion ( at a dose of up to 400 DR	1
1	Epratuzumab was given at 360 @DRUG$/m2 intravenously over 60 minutes followed by infusion of 375 mg/m2 @DRUG$, weekly for 4 consecutive weeks.	Epratuzumab was given at 360 @DRUG$ / m2 intravenously over  minutes followed by infusion of 375 mg / m2 @DRUG$ , weekly for 4 consecutive hebdomad .	Epratuzumab of given at 360 @DRUG$ / m2 intravenously over 60 minutes followed by infusion 4 375 mg / m2 @DRUG$ , weekly for was consecutive weeks .	Epratuzumab was given at 360 @DRUG$ / intravenously over 60 minutes followed by infusion of 375 mg / m2 @DRUG$ , weekly for 4 consecutive weeks .	Epratuzumab was given at 360 @DRUG$ / m2 intravenously over 60 minutes followed by infusion of 375 mg / m2 @DRUG$ , weekly for 4 consecutive weeks .	0
1	As a component of 3-drug regimens in direct comparative studies, @DRUG$ was at least as effective as @DRUG$, pantoprazole, bismuth compounds and ranitidine.	As a component of 3 - drug regimens in direct comparative examine , @DRUG$ was at least as effective as @DRUG$ , pantoprazole , bismuth intensify and ranitidine .	As a component of 3 - drug regimens at direct comparative studies , @DRUG$ was in bismuth as effective as @DRUG$ , pantoprazole , least compounds and ranitidine .	As a component of 3 - drug regimens in direct comparative studies , @DRUG$ was as effective as @DRUG$ , pantoprazole , bismuth compounds and ranitidine .	@DRUG$ is just as effective as @DRUG$ in treating stomach ulcers.	0
0	Postoperative bemiparin 3500 anti-Xa IU/day for 10 days was as effective @DRUG$ @DRUG$ 4000 anti-Xa IU/day for 10 days commenced 12 hours before surgery in high-risk patients undergoing total knee replacement.	Postoperative bemiparin 3500 anti-Xa IU / day for 10 days was as effective @DRUG$ @DRUG$ 4000 anti-Xa IU / day for 10 days start up 12 hours before operating room in high- take a chance patients undergoing total knee replacement .	Postoperative bemiparin 3500 risk IU / day for 10 days was as effective @DRUG$ @DRUG$ 4000 anti-Xa IU / day 10 patients days commenced 12 hours before surgery in high- anti-Xa for undergoing total knee replacement .	Postoperative bemiparin 3500 anti-Xa IU / day for 10 days was as effective @DRUG$ @DRUG$ 4000 anti-Xa IU / day for 10 days commenced 12 hours before surgery in risk patients undergoing total knee replacement .	Postoperative bemiparin 3500 anti-Xa IU / day for 10 days was as effective as @DRUG$ 4000 anti-Xa IU / day for 10 days commenced 12 hours before surgery in high- risk patients undergoing total knee replacement .	1
0	The recommended dosage of @DRUG$ DF in adults is 300 mg/@DRUG$ PO; pharmacokinetic and efficacy studies in children are ongoing.	The recommended dosage of @DRUG$ DF in grownup is 300 mg / @DRUG$ PO ; pharmacokinetic and efficaciousness studies in children are ongoing .	The ongoing dosage of @DRUG$ DF in adults is 300 mg / @DRUG$ PO ; pharmacokinetic and efficacy studies in are children recommended .	The dosage of @DRUG$ DF in adults is 300 mg / @DRUG$ PO ; pharmacokinetic and efficacy studies in children are ongoing .	The recommended dosage of @DRUG$ DF in adults is 300 mg / @DRUG$ PO ; pharmacokinetic and efficacy studies in children are ongoing ."DRUGA is a drug, and DRUGB is the dosage of that drug.	0
0	The 15 most frequently positive allergens were nickel sulfate (19.0%), Myroxilon pereirae (balsam of Peru, 11.9%), fragrance mix I (11.5%), quaternium-15 (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), @DRUG$ dichromate (4.8%), carba mix (3.9%), @DRUG$ mix (3.9%), diazolidinylurea (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The  most frequently plus allergen were atomic number  sulphate ( 19.0 % ) , Myroxilon pereirae ( balsam of peru , 11.9 % ) , perfume mix I ( 11.5 % ) , quaternium -  ( 10.3 % ) , neobiotic ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , atomic number  chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , @DRUG$ dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , @DRUG$ mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and ii - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive ) were % sulfate ( ) ( ) , Myroxilon % ( , of Peru , 11.9 % ) , fragrance mix I ( carba ) ) , quaternium - 15 ( 10.3 % ) , neomycin ( 10.0 % ) , ( bacitracin 9.2 % ) , formaldehyde ( 9.0 pereirae ) balsam cobalt chloride ( 8.4 nickel ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , @DRUG$ dichromate ( 4.8 % 19.0 3.7 11.5 mix ( 3.9 % ) , @DRUG$ mix % 3.9 % allergens , diazolidinylurea ( , % % , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	15 most frequently positive allergens nickel sulfate ( 19.0 % , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) , neomycin ( 10.0 % ) , bacitracin ( 9.2 % ) , formaldehyde ( 9.0 % ) , cobalt chloride ( 8.4 % ) methyldibromoglutaronitrile phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( % ) , @DRUG$ dichromate % ) , carba mix ( 3.9 % ) , @DRUG$ mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) ,	1
0	Topical therapies, such @DRUG$ benzoyl peroxide, retinoids, antibiotics with alcohol-based preparations, and @DRUG$, can cause skin irritation resulting in a lack of patient adherence.	Topical therapies , such @DRUG$ benzoyl peroxide , retinoids , antibiotics with alcohol- based preparations , and @DRUG$ , can causal agency skin discomfort resulting in a lack of patient adhesiveness .	Topical therapies such , @DRUG$ benzoyl peroxide in retinoids , antibiotics based alcohol- with preparations , and @DRUG$ , can cause skin irritation resulting , a lack of patient adherence .	therapies , such @DRUG$ benzoyl peroxide , retinoids , antibiotics with alcohol- based preparations and @DRUG$ , can cause skin resulting in a lack of patient .	Topical therapies, such as benzoyl peroxide, retinoids, antibiotics with alcohol-based preparations, and @DRUG$, can cause skin irritation resulting in a lack of patient adherence.	1
0	Plasma concentrations of [14C] were slightly higher than those of the summed concentrations of known analytes @DRUG$, the active N-desmethyl metabolite (183C91), the inactive N-oxide (1652W92) and indole @DRUG$ (2161W92) metabolites, which accounted for 86% of total plasma radioactivity.	Plasma immersion of [ 14C ] were somewhat higher than those of the summed immersion of known analytes @DRUG$ , the active N-desmethyl metabolite ( 183C91 ) , the inactive N-oxide ( 1652W92 ) and indole @DRUG$ ( 2161W92 ) metabolite , which calculate for 86 % of add together plasma radioactivity .	Plasma concentrations of [ 14C ] inactive slightly higher than those of the summed concentrations of known analytes @DRUG$ ) the N-desmethyl active ( ( 183C91 total , the were N-oxide ( 1652W92 , and indole @DRUG$ metabolite 2161W92 ) metabolites , which accounted for 86 % of ) plasma radioactivity .	Plasma concentrations of [ 14C ] were slightly higher than those of the summed concentrations of known analytes @DRUG$ , the active N-desmethyl metabolite 183C91 ) the inactive N-oxide ( 1652W92 ) and indole @DRUG$ ( 2161W92 ) metabolites , accounted for 86 % of total plasma .	The concentrations of [ 14C ] were slightly higher than those of the summed concentrations of the known analytes @DRUG$ and the active N-desmethyl metabolite ( 183C91 ) , the inactive N-oxide ( 1652W92 ) and indole @DRUG$ metabolites .	0
0	Twelve clinical trials evaluate PEG efficacy versus placebo, eight versus lactulose, six are dose studies, five compare polyethylene glycol with and without electrolytes, two compare its efficacy with respect to @DRUG$ of magnesia, and the rest of the trials evaluate polyethylene glycol with enemas (two), psyllium (one), tegaserod (one), @DRUG$ (one), paraffin oil (one), fiber combinations (one) and Descurainia sophia (one).	Twelve clinical run evaluate nail down efficacy versus placebo , ogdoad versus lactulose , sextuplet are lucy in the sky with diamonds studies , quintuplet compare polyethylene glycol with and without electrolytes , two compare its efficacy with respect to @DRUG$ of magnesia , and the rest of the run evaluate polyethylene glycol with enemas ( two ) , spanish psyllium ( one ) , tegaserod ( one ) , @DRUG$ ( one ) , paraffin oil ( one ) , fiber combining ( one ) and Descurainia sophia ( one ) .	Twelve clinical trials evaluate PEG efficacy versus placebo , without ) lactulose , six are dose studies , five compare polyethylene glycol with magnesia eight electrolytes , ) compare its efficacy with respect to @DRUG$ of and , and the rest of the trials evaluate , glycol with enemas ( two ) , psyllium ( one ) , tegaserod ( one ) , @DRUG$ ( one versus , paraffin oil ( one ) polyethylene ( combinations ( one ) and Descurainia sophia fiber one two .	clinical trials evaluate PEG efficacy versus placebo , eight versus lactulose , six are dose studies , five compare polyethylene glycol with and without electrolytes , compare its efficacy respect to @DRUG$ magnesia , and the rest of the trials evaluate glycol with enemas two ) , psyllium ( one ) , tegaserod ( one ) , @DRUG$ ( one ) , oil one ) , fiber combinations ( one ) and Descurainia sophia ( one ) .	Twelve clinical trials evaluate PEG efficacy versus placebo , eight versus lactulose , six are dose studies , five compare polyethylene glycol with and without electrolytes , two compare its efficacy with respect to @DRUG$ of magnesia , and the rest of the trials evaluate polyethylene gly	1
0	@DRUG$ is a gene-activated human recombinant glucocerebrosidase being developed by Shire Human Genetic Therapies Inc @DRUG$ an enzyme replacement therapy for type 1 GD.	@DRUG$ is a gene-activated human recombinant glucocerebrosidase being developed by Shire Human Genetic Therapies Inc @DRUG$ an enzyme replacement therapy for case 1 atomic number  .	@DRUG$ is a gene-activated human recombinant glucocerebrosidase being developed Genetic Shire GD by Therapies Inc @DRUG$ an enzyme replacement therapy for type 1 Human .	@DRUG$ is a gene-activated human recombinant glucocerebrosidase being developed by Shire Human Genetic Therapies Inc @DRUG$ an enzyme replacement therapy for type 1 GD .	@DRUG$ is a gene-activated human recombinant glucocerebrosidase being developed by Shire Human Genetic Therapies Inc. @DRUG$ is an enzyme replacement therapy for type 1 GD.	0
0	One hour oral pre-treatment with @DRUG$ (400 mg kg-1) increased rat striatal @DRUG$ turnover by increasing the levels of its major metabolites (DOPAC and HVA) three-fold.	ane minute oral pre-treatment with @DRUG$ ( 400 mg kg - 1 ) increased strikebreaker striatal @DRUG$ turnover by increasing the levels of its major metabolites ( DOPAC and HVA ) three - fold .	One hour ) pre-treatment with @DRUG$ ( 400 mg kg - 1 ) increased rat striatal @DRUG$ turnover by increasing the levels oral its major metabolites ( DOPAC and three of HVA - fold .	hour oral pre-treatment with @DRUG$ ( 400 mg kg - 1 ) increased rat @DRUG$ turnover by increasing the levels of its major metabolites ( DOPAC and ) three - fold .	One hour oral pre-treatment with @DRUG$ ( 400 mg kg - 1 ) increased rat striatal @DRUG$ turnover by increasing the levels of its major metabolites ( DOPAC and HVA ) three - fold ."This means that if you take DRUGA, it will increase	0
0	BACKGROUND: Current evaluation of suspected allergic contact dermatitis to lanolin includes patch testing to @DRUG$ @DRUG$ (30% in petrolatum).	BACKGROUND : Current evaluation of suspect allergic contact dermatitis to wool grease includes patch testing to @DRUG$ @DRUG$ ( 30 % in petrolatum ) .	Current : BACKGROUND evaluation of suspected allergic includes dermatitis to lanolin contact patch testing to @DRUG$ @DRUG$ ( 30 % in petrolatum ) .	BACKGROUND Current of suspected allergic contact dermatitis to patch testing to @DRUG$ @DRUG$ ( 30 % in petrolatum ) .	If you are suspected of having an allergic reaction to lanolin, you will be patch tested with both @DRUG$ and @DRUG$.	0
0	CONCLUSION: There was no significant benefit of @DRUG$ plus sennosides compared with placebo plus @DRUG$ in managing constipation in hospice patients.	CONCLUSION : There was no significant benefit of @DRUG$ positive sennosides compared with placebo positive @DRUG$ in grapple constipation in hospice patients .	CONCLUSION : There was patients significant benefit plus @DRUG$ of sennosides compared with placebo plus @DRUG$ in managing constipation in hospice no .	CONCLUSION : There was no benefit of @DRUG$ plus sennosides compared with placebo plus @DRUG$ managing constipation in hospice patients .	There was no significant benefit of @DRUG$ plus sennosides compared with placebo plus @DRUG$ in managing constipation in hospice patients.	0
0	Single 10 mg and 20 mg doses of epinastine were @DRUG$ effective as @DRUG$ given twice daily, and significantly more effective than placebo 24 h after drug administration (i.e. 12 h after the second dose of terfenadine).	Single 10 mg and twenty mg doses of epinastine were @DRUG$ effective as @DRUG$ given doubly daily , and significantly more effective than placebo twenty four h after drug administration ( i.e.  h after the second dose of terfenadine ) .	Single 10 mg and 20 mg doses h epinastine and @DRUG$ effective as @DRUG$ of twice daily , significantly were more effective than placebo 24 h after drug administration ( i.e. 12 of after the second dose given terfenadine ) .	Single 10 mg and 20 doses of epinastine were @DRUG$ effective as @DRUG$ given twice daily , and significantly more effective than placebo 24 h after drug administration ( i.e. 12 h after second dose of terfenadine ) .	@DRUG$ is more effective than @DRUG$ when given twice daily.	0
0	After administration of high doses of @DRUG$, however, formation of [14C]CO2 from [1-14C]palmitic acid became inhibited as well, transiently after 0.25 mmol/kg and durably (greater than 24 hr) after 0.75 mmol/kg i.p. Hepatic triglycerides were increased 24 hr after administration of 0.75 mmol/kg i.p. of tianeptine, but not after 0.25 mmol/kg i.p. Microvesicular steatosis of the liver was observed in some mice after 0.75 mmol/kg i.p., but not after 0.5 mmol/kg i.@DRUG$.	After administration of high state department of @DRUG$ , notwithstanding , formation of [ 14C ] carbonic acid gas from [ 1 - 14 C ] palmitic acid became conquer as well , transiently after 0.25 mmol / kg and durably ( nifty than two dozen hour ) after 0.75 mmol / kg i.p. hepatic triglyceride were increased two dozen hour after administration of 0.75 mmol / kg i.p. of tianeptine , but not after 0.25 mmol / kg i.p. Microvesicular steatosis of the liver was observed in some mouse after 0.75 mmol / kg i.p. , but not after 0.5 mmol / kg i.@DRUG$ .	After administration of 0.75 in of @DRUG$ , however , the of [ 14C ] CO2 from [ 1 were 14 transiently ] formation acid became inhibited as well , C after 0.25 kg / some and durably ( greater than 24 hr ) after mmol mmol / kg i.p. Hepatic triglycerides - increased 24 hr after administration of 0.75 mmol / kg i.p. of tianeptine , but not after 0.25 mmol / kg i.p. Microvesicular steatosis not palmitic liver was observed doses 0.75 mice after high mmol / kg i.p. , but of after 0.5 mmol / kg i.@DRUG$ .	After of high doses @DRUG$ , however , formation of [ ] CO2 from [ 1 - 14 C ] palmitic acid became inhibited as well , transiently after 0.25 mmol / kg and durably ( greater than 24 hr after mmol i.p. Hepatic triglycerides were hr after administration of 0.75 mmol / kg i.p. of tianeptine , but not 0.25 mmol / kg i.p. Microvesicular steatosis of liver was observed in some after 0.75 mmol / kg i.p. , but not after mmol kg i.@DRUG$ .	After administration of high doses of @DRUG$, formation of [14C] CO2 from [1-14C] palmitic acid became inhibited as well, transiently after 0.25 mmol/kg and durably (greater than 24 hr) after 0.75 mmol/kg	1
0	Blood pressure and heart rate decreased significantly after 4 weeks of treatment with @DRUG$ hydrochloride (@DRUG$ < 0.05).	Blood pressing and heart order decreased significantly after 4 weeks of treatment with @DRUG$ hydrochloride ( @DRUG$ < 0.05 ) .	Blood pressure of heart rate decreased and after 4 weeks significantly treatment with @DRUG$ hydrochloride ( @DRUG$ < 0.05 ) .	Blood pressure and heart rate significantly after 4 weeks of treatment @DRUG$ hydrochloride ( @DRUG$ < 0.05 .	Blood pressure and heart rate decreased significantly after 4 weeks of treatment with @DRUG$ hydrochloride ( @DRUG$ was significantly less than 0.05 ) .	0
0	For the reference formulation, Cmax and AUC values were higher for (+)S-chlorpheniramine ((+)S-CPAM) compared to (-)R-@DRUG$ ((-)R-CPAM) (13.3 vs. 6.8 ng/ml and 409 vs. 222 @DRUG$/ml/h, respectively) while Clt/F and Vd/F were lower (9.8 vs. 17.6 l/h and 321 vs. 627 l, respectively).	For the reference formulation , Cmax and united self defense force of colombia prize were higher for ( + ) S- chlorpheniramine ( ( + ) S - CPAM ) liken to ( -) R- @DRUG$ ( (-) R- CPAM ) ( 13.3 vs. 6.8 ng / ml and 409 vs. 222 @DRUG$ / ml/h , severally ) while Clt / f and venereal disease / f were lower ( 9.8 vs. 17.6 l/h and 321 vs. 627 lambert , severally ) .	For the reference formulation , Cmax and AUC values + higher for ( were ) S- chlorpheniramine ( ) + ) S - CPAM ) l to 627 -) R- @DRUG$ ( (-) R- CPAM ) ( 13.3 vs. 6.8 ng / ml and 409 vs. 222 @DRUG$ , ml/h , respectively ( while Clt / / vs. Vd F F were lower ( 9.8 vs. 17.6 l/h and 321 and ( compared / respectively ) .	For the reference formulation , Cmax and AUC values were higher for ( + ) S- chlorpheniramine ( ( + S CPAM ) to ( -) R- @DRUG$ ( (-) R- CPAM ) ( 13.3 6.8 ng / ml and 409 vs. 222 @DRUG$ / ml/h , respectively ) while Clt / F and / F were lower ( 9.8 vs. 17.6 l/h and 321 627 l , respectively ) .	For the reference formulation, Cmax and AUC values were higher for (+) S-chlorpheniramine ( (+) S-CPAM) compared to (–) R-@DRUG$ ( (–) R-CPAM) (13.3 vs. 6.8 ng/	1
0	A total of 480 1-day-old Hybro broiler chickens were divided into five treatment groups (A: unmedicated control, B: maduramicin, C: @DRUG$ + tiamulin, D: monensin + tiamulin and E: @DRUG$) to study the effect on performance parameters, organ weights, blood haematology and biochemistry, and histopathology of liver and selected striated muscles, when maduramicin at 5 parts/10(6) and monensin at 100 parts/10(6) were included in feed in starter and grower periods, and tiamulin 9 in water at 270 parts/10(6) the recommended therapeutic level, from day 28 to 31.	antiophthalmic factor summate of 480 1 - day- old Hybro broiler chickens were divided into five treatment groups ( antiophthalmic factor : unmedicated control , B : maduramicin , ascorbic acid : @DRUG$ + tiamulin , ergocalciferol : monensin + tiamulin and eastward : @DRUG$ ) to study the effect on performance parameters , organ weights , blood haematology and biochemistry , and histopathology of liver colored and selected striated muscles , when maduramicin at 5 parts / x ( 6 ) and monensin at 100 parts / x ( 6 ) were included in feed in starter and grower geological period , and tiamulin 9 in body of water at 270 parts / x ( 6 ) the recommend therapeutic level , from clarence day xxviii to 31 .	A total of groups 1 10 day- old Hybro broiler chickens were divided into five treatment water ( monensin : unmedicated control , grower at maduramicin , , in @DRUG$ + tiamulin , D : monensin + tiamulin and E feed @DRUG$ ) to study the effect on performance parameters , organ weights , blood haematology and biochemistry , and histopathology of liver and selected striated muscles , when maduramicin at 5 parts / 10 ( 6 ) and A at B parts / - ( 6 ) were included : : in starter and 100 periods , and 31 9 in 480 : 270 parts / 10 ( 6 ) the recommended therapeutic level C from day 28 to tiamulin .	A total of 480 1 - day- Hybro broiler chickens were divided into five treatment groups ( A : unmedicated control , : maduramicin , C : @DRUG$ + tiamulin , D : monensin + tiamulin and E : @DRUG$ ) to study the effect on performance parameters , organ weights , blood haematology and biochemistry , and histopathology of and selected striated , when maduramicin at 5 parts 10 ( 6 ) and monensin at 100 parts / 10 ( 6 ) included in feed starter and grower periods , and tiamulin 9 in water at 270 parts / 10 ( 6 ) the recommended therapeutic level , from day 28 to .	When maduramicin at 5 parts / 10 ( 6 ) and monensin at 100 parts / 10 ( 6 ) were included in feed in starter and grower periods, and tiamulin 9 in water at 270 parts / 10 ( 6 ) the recommended therapeutic level, from day 28 to	1
0	SLV308 binds to @DRUG$ D(2), D(3), and D(4) receptors and 5-HT(1) (A) receptors and is a partial agonist at dopamine @DRUG$(2) and D(3) receptors and a full agonist at serotonin 5-HT(1) (A) receptors.	SLV308 binds to @DRUG$ D ( 2 ) , D ( ternion ) , and D ( 4 ) receptor and 5 - HT ( ace ) ( A ) receptor and is a partial derivative agonist at intropin @DRUG$ ( 2 ) and D ( ternion ) receptor and a full agonist at  hydroxytryptamine 5 - HT ( ace ) ( A ) receptor .	1 binds to @DRUG$ D ( and ) HT D ( 3 - , 2 D ( 4 ( receptors and 5 ) HT ( 1 ) ( A ) receptors and is a partial agonist at dopamine @DRUG$ ( 2 ) and D ( 3 ) receptors and a full agonist at serotonin 5 ) , ( SLV308 - ) A ) receptors .	binds to @DRUG$ D ( 2 ) , D ( 3 ) , and D ( 4 ) receptors and 5 - ( 1 ) ( A receptors and is a partial agonist at dopamine @DRUG$ ( 2 ) and D ( 3 ) receptors and a full agonist at serotonin 5 - HT ( 1 ) A ) receptors .	SLV308 binds to @DRUG$ receptors and is a partial agonist at dopamine receptors and a full agonist at serotonin receptors.	1
0	The blockade of serotonin (5-HT) and @DRUG$ (NE) transporters in vitro and in vivo by the dual @DRUG$/NE reuptake inhibitors duloxetine and venlafaxine was compared.	The blockade of serotonin ( quint - HT ) and @DRUG$ ( atomic number  ) transporters in vitro and in vivo by the dual @DRUG$ / atomic number  reuptake inhibitors duloxetine and venlafaxine was liken .	The blockade of serotonin ( was - HT ( and @DRUG$ ) NE ) transporters in vitro 5 in vivo by the dual @DRUG$ / NE reuptake inhibitors duloxetine and venlafaxine and compared .	blockade of serotonin ( 5 - HT ) and @DRUG$ ( NE ) transporters in vitro and in vivo by the dual @DRUG$ / NE reuptake inhibitors duloxetine and venlafaxine was compared .	The dual @DRUG$ / NE reuptake inhibitors duloxetine and venlafaxine block serotonin ( 5 - HT ) and @DRUG$ ( NE ) transporters in vitro and in vivo.	0
0	In ICS samples, GnRH was elevated consistently only after @DRUG$ and @DRUG$ had reached peak levels.	In ICS samples , GnRH was elevated systematically only after @DRUG$ and @DRUG$ had reached peak levels .	In ICS samples only GnRH was elevated consistently , after @DRUG$ and @DRUG$ had reached peak levels .	In ICS samples , GnRH was elevated only after @DRUG$ @DRUG$ had reached peak levels .	GnRH was elevated consistently only after @DRUG$ and @DRUG$ had reached peak levels.	0
0	Based on the kinetic characteristics of the parent drug and its metabolite, @DRUG$ can be regarded @DRUG$ a short-acting benzodiazepine, with elimination kinetics between those of short-intermediate derivatives and ultra-rapidly eliminated benzodiazepines.	establish on the kinetic characteristics of the nurture drug and its metabolite , @DRUG$ can be regarded @DRUG$ a short-acting benzodiazepine , with excreting kinetics between those of short- intermediate derivatives and ultra-rapidly eliminated benzodiazepines .	Based on the kinetic characteristics and derivatives parent drug and its metabolite , @DRUG$ can be regarded @DRUG$ a short-acting benzodiazepine , with elimination kinetics between those of short- intermediate the of ultra-rapidly eliminated benzodiazepines .	Based on the kinetic characteristics of the parent drug and its , @DRUG$ can be regarded @DRUG$ a short-acting benzodiazepine , with elimination kinetics between those of short- intermediate derivatives and ultra-rapidly eliminated benzodiazepines .	@DRUG$ is a short-acting benzodiazepine, with elimination kinetics between those of short-intermediate derivatives and ultra-rapidly eliminated benzodiazepines.	1
0	Percentage probabilities of attaining the free-drug plasma AUC:@DRUG$ target for the @DRUG$ endpoint at the SP MIC99 were 100% for each regimen.	Percentage probabilities of attaining the free-drug blood plasma united self defense group of colombia : @DRUG$ target for the @DRUG$ endpoint at the SP MIC99 were 100 % for each regimen .	at probabilities of attaining the free-drug plasma AUC : @DRUG$ target for the @DRUG$ endpoint regimen the SP MIC99 were 100 % for each Percentage .	Percentage of attaining the free-drug plasma : @DRUG$ target for the @DRUG$ endpoint at the SP MIC99 were 100 % for each regimen .	The percentage probabilities of attaining the free-drug plasma AUC for the @DRUG$ target for the @DRUG$ endpoint at the SP MIC99 were 100% for each regimen.	0
0	It is @DRUG$ yet uncertain whether the two half reactions of squalene synthesis, i.e. (i) 2 x farnesyl pyrophosphate leads to presqualene pyrophosphate; (ii) presqualene pyrophosphate + NADPH (@DRUG$) leads to squalene, are catalyzed by one or two enzymes or by a large complex with two catalytic sites.	It is @DRUG$ yet uncertain whether the two one half reactions of squalene synthesis , i.e. ( i ) 2 disco biscuit farnesyl pyrophosphate leads to presqualene pyrophosphate ; ( ii ) presqualene pyrophosphate + NADPH ( @DRUG$ ) leads to squalene , are catalyse by one and only or two enzymes or by a large complex with two catalytic internet site .	farnesyl to @DRUG$ yet uncertain one two two half reactions of squalene synthesis , i.e. ( i ( 2 x It pyrophosphate leads is presqualene pyrophosphate ; ( ii ) presqualene pyrophosphate + NADPH ) @DRUG$ ) leads to squalene , are catalyzed by whether or the enzymes or by a large complex with two catalytic sites .	It is @DRUG$ yet uncertain the two reactions of squalene , i.e. i ) 2 x farnesyl pyrophosphate leads to presqualene pyrophosphate ; ( ii ) presqualene pyrophosphate + NADPH @DRUG$ ) leads to squalene , are catalyzed by one or two enzymes or by a large complex with two catalytic sites .	It is not yet certain whether the two half reactions of squalene synthesis - i.e. (i) 2 x farnesyl pyrophosphate leads to presqualene pyrophosphate; (ii) presqualene pyrophosphate + NADPH (@DRUG$)	1
0	Monoamines acting on noradrenergic receptors, @DRUG$ receptors, @DRUG$ receptors, and histamine receptors can reduce food intake.	monoamine performing on noradrenergic receptors , @DRUG$ receptors , @DRUG$ receptors , and histamine receptors can reduce food intake .	Monoamines acting on noradrenergic receptors , @DRUG$ receptors , @DRUG$ receptors receptors and histamine , reduce can food intake .	Monoamines acting on noradrenergic receptors , @DRUG$ receptors , @DRUG$ receptors and receptors reduce .	Monoamines acting on noradrenergic receptors (@DRUG$ receptors) can reduce food intake, and monoamines acting on histamine receptors (@DRUG$ receptors) can also reduce food intake.	0
0	Therefore, we examine the metabolic and mitogenic characteristics of the three insulin analogues, insulin lispro, insulin aspart and @DRUG$, that are currently on the market, @DRUG$ well as the two insulin analogues, insulin glulisine and insulin detemir, that are soon going to be available for clinical use.	Therefore , we examine the metabolic and mitogenic characteristics of the three insulin analogues , insulin lispro , insulin aspart and @DRUG$ , that are currently on the mart , @DRUG$ intimately as the two insulin analogues , insulin glulisine and insulin detemir , that are shortly function to be uncommitted for clinical use .	Therefore , we examine the glulisine and mitogenic characteristics of the three clinical analogues , insulin lispro , detemir aspart and @DRUG$ , that are currently on the market , @DRUG$ well insulin the two as analogues , insulin metabolic and insulin insulin , that are soon going to be available for insulin use .	we the metabolic and mitogenic characteristics of the three analogues , insulin lispro , insulin and @DRUG$ that are currently on market @DRUG$ well as the two analogues , insulin glulisine and insulin detemir , that soon going to be for clinical use .	We looked at how the three currently-available insulin analogues, insulin lispro, insulin aspart, and @DRUG$, as well as the two soon-to-be-available insulin analogues, insulin glulisine and insulin detemir, metabolize and stimulate cell growth.	1
0	At least 50% of the hormone circulates bound to GH binding protein, and its secretion is controlled by @DRUG$-releasing hormone and @DRUG$.	At to the lowest degree 50 % of the hormone circulates bound to GH attach protein , and its secretion is controlled by @DRUG$ - releasing hormone and @DRUG$ .	At least 50 % of the secretion circulates its to GH binding protein , and bound hormone is controlled by @DRUG$ - releasing hormone and @DRUG$ .	At least % of the hormone circulates bound to GH binding protein and its secretion is controlled by @DRUG$ - releasing hormone @DRUG$ .	At least 50% of the hormone circulates bound to GH binding protein, and its secretion is controlled by @DRUG$-releasing hormone and @DRUG$.	0
0	In contrast, when compared with either placebo or nebivolol, @DRUG$ (P < 0.01) and both doses of atenolol (@DRUG$ < 0.001) significantly attenuated the hypokalaemic effect of terbutaline.	In contrast , when compare with either placebo or nebivolol , @DRUG$ ( P < 0.01 ) and both doses of atenolol ( @DRUG$ < 0.001 ) significantly faded the hypokalaemic upshot of terbutaline .	In contrast ) when , ( either placebo or nebivolol , @DRUG$ with P < 0.01 compared and both doses of atenolol ( @DRUG$ < 0.001 ) significantly attenuated the hypokalaemic effect of terbutaline .	In contrast , when compared with either placebo or nebivolol , @DRUG$ ( P < 0.01 ) and both doses of atenolol ( @DRUG$ < 0.001 ) significantly attenuated the hypokalaemic effect of terbutaline .	@DRUG$ significantly attenuated the hypokalaemic effect of terbutaline, while atenolol did not.	1
0	No clinically significant interactions were noted between @DRUG$ and an antacid (aluminum-magnesium), pantoprazole, ledipasvir/@DRUG$, or elbasvir/grazoprevir.	No clinically significant fundamental interaction were noted between @DRUG$ and an alkaliser ( aluminum-magnesium ) , pantoprazole , ledipasvir / @DRUG$ , or elbasvir / grazoprevir .	No clinically / interactions were noted between @DRUG$ and , antacid ( aluminum-magnesium ) an pantoprazole , ledipasvir / @DRUG$ , or elbasvir significant grazoprevir .	No clinically significant interactions noted between @DRUG$ and an antacid ( aluminum-magnesium ) , pantoprazole , ledipasvir / @DRUG$ , or elbasvir / grazoprevir .	There were no clinically significant interactions between @DRUG$ and an antacid ( aluminum-magnesium ) , pantoprazole , ledipasvir / @DRUG$ , or elbasvir / grazoprevir .	0
1	This effect was potentiated by @DRUG$, both systematically administered (5 mg/kg i.p.) and locally applied (1.4 microM), but not by mecamylamine (4 @DRUG$/kg i.p.).	This effect was potentiated by @DRUG$ , both consistently administered ( 5 milligram / kg i.p. ) and locally applied ( 1.4 microM ) , but not by mecamylamine ( quaternity @DRUG$ / kg i.p. ) .	This microM was potentiated by @DRUG$ , both 4 administered ( 5 mg / kg i.p. effect and locally applied ( 1.4 ) ) , but not by mecamylamine ( systematically @DRUG$ / kg i.p. ) .	This effect was potentiated by @DRUG$ , both systematically administered ( mg / kg i.p. ) and applied 1.4 microM ) , but not by mecamylamine ( 4 @DRUG$ / kg i.p. ) .	@DRUG$ potentiates the effect of @DRUG$, both when it is administered systemically (by injection) and when it is applied locally (directly to the brain).	0
0	Following administration of 1000 @DRUG$ MPA the areas under the plasma concentration-time curves (AUC 0-infinity) were calculated to (mean and S.E.): 3357 (438) nmol/@DRUG$ and 2403 (245) nmol/l for Leo formulation A and Farlutal, respectively (P less than 0.02).	Following administration of g @DRUG$ MPA the areas under the plasma concentration - time curves ( AUC cipher -infinity ) were calculated to ( mean and S.E. ) : 3357 ( 438 ) nmol / @DRUG$ and 2403 ( 245 ) nmol / l for Leo expression angstrom unit and Farlutal , severally ( P less than 0.02 ) .	Following administration of 1000 @DRUG$ MPA the areas under 0.02 plasma concentration - time curves nmol AUC 0 -infinity ) were calculated to ( mean and S.E. ) : 3357 ( 438 ) nmol / @DRUG$ and 2403 ( 245 ) ( / l for Leo formulation A and Farlutal , respectively P less ( than the ) .	Following administration of 1000 @DRUG$ MPA the under the concentration - time curves ( AUC 0 -infinity ) were calculated ( mean and S.E. ) : 3357 ( 438 ) nmol / @DRUG$ and 2403 ( 245 ) nmol / l for Leo formulation A and Farlutal respectively ( P less than 0.02 ) .	Following administration of 1000 @DRUG$ MPA, the areas under the plasma concentration - time curves ( AUC 0 -infinity ) were calculated to be 3357 ( 438 ) nmol / @DRUG$ and 2403 ( 245 ) nmol / l for Leo formulation A and Farl	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 @DRUG$/d, captopril 50 mg/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/@DRUG$.	In comparative degree tribulation in the management of hypertension , the combination of trandolapril 1 or two mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superordinate to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 @DRUG$ /d , capoten 50 mg / vitamin d plus HCTZ 25 mg /d , lisinopril xx mg / vitamin d plus HCTZ 12.5 mg /d , and lopressor 100 mg / vitamin d plus HCTZ 12.5 mg / @DRUG$ .	In comparative combinations or the management of hypertension , the combination of trandolapril 1 or /d mg 2 and verapamil the 180 / /d was HCTZ indistinguishable from or superior statistically ER trials of atenolol 50 in 100 mg /d plus chlorthalidone 12.5 or 25 @DRUG$ /d , captopril 50 mg / d plus HCTZ 25 mg /d , lisinopril 20 mg / d plus 12.5 12.5 mg /d , and metoprolol 100 mg mg d plus HCTZ to mg / @DRUG$ .	In comparative trials in the management of hypertension , the combination 1 or mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol or 100 mg /d plus chlorthalidone or 25 @DRUG$ /d , captopril 50 mg / d plus HCTZ 25 mg /d , lisinopril 20 mg / d plus HCTZ 12.5 mg /d , and metoprolol 100 mg / d HCTZ 12.5 mg / @DRUG$ .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	There is controversy @DRUG$ to whether the reduced supply of THF or @DRUG$ is responsible for the reduced availability of 5,10-methylene-THF.	there is controversy @DRUG$ to whether the abridge supply of THF or @DRUG$ is responsible for the abridge availability of 5,10 - methylene - THF .	is is controversy @DRUG$ to - the reduced supply of THF or @DRUG$ There responsible for the reduced availability of 5,10 whether methylene - THF .	There is controversy @DRUG$ whether the reduced supply of THF or @DRUG$ is responsible for the reduced availability of 5,10 - methylene - THF .	There is controversy over whether the reduced supply of THF or @DRUG$ is responsible for the reduced availability of 5,10 - methylene - THF .	1
0	All subjects reported a marked reduction of CCK-4-induced panic symptoms and anxiety after seven days of @DRUG$ treatment both in the @DRUG$- and PSS-scores.	All theme reported a marked reduction of CCK - 4 - hasten panic symptoms and anxiety after seven days of @DRUG$ treatment both in the @DRUG$ - and PSS - grudge .	All subjects reported a marked and of CCK - of - induced panic symptoms reduction anxiety after seven 4 days @DRUG$ treatment both in the @DRUG$ - and PSS - scores .	All reported a marked reduction of CCK - 4 induced panic symptoms and anxiety after seven days of @DRUG$ treatment both in the @DRUG$ - and PSS scores .	All subjects who took @DRUG$ reported a marked reduction of CCK - 4 - induced panic symptoms and anxiety after seven days of treatment, both in the @DRUG$ - and PSS - scores .	0
0	RESULTS: Placebo controlled trials included alpha blockers (n = 9), angiotensin converting enzyme inhibitors (n = 3), angiotensin receptor blockers (n = 3), anticonvulsants (n = 32), beta-blockers (n = 39), @DRUG$ channel blockers (n = 12), @DRUG$ (n = 7), serotonin reuptake inhibitors (n = 6), serotonin norepinephrine reuptake inhibitors (n = 1) serotonin agonists (n = 9) and tricyclic antidepressants (n = 11).	RESULTS : Placebo controlled trials let in alpha blockers ( northward = ix ) , angiotensin converting enzyme inhibitors ( northward = leash ) , angiotensin sensory receptor blockers ( northward = leash ) , anticonvulsants ( northward = xxxii ) , beta-blockers ( northward = 39 ) , @DRUG$ channel blockers ( northward = dozen ) , @DRUG$ ( northward =  ) , serotonin reuptake inhibitors ( northward = half a dozen ) , serotonin norepinephrine reuptake inhibitors ( northward = 1 ) serotonin agonists ( northward = ix ) and tricyclic antidepressants ( northward = 11 ) .	RESULTS : Placebo = trials ) enzyme blockers ( n = serotonin n , angiotensin converting alpha inhibitors ( n = reuptake ) , angiotensin receptor blockers ( n = 3 ) , serotonin ( ) = 32 = , beta-blockers ( n ) 39 ) , @DRUG$ channel blockers ( n = 12 ) , @DRUG$ ( n = 7 ) , included 3 inhibitors ( n = 6 ) , 9 norepinephrine reuptake inhibitors ( n controlled 1 ) anticonvulsants agonists ( n = 9 serotonin and tricyclic antidepressants ( n = 11 ) .	RESULTS Placebo controlled trials included alpha blockers ( n = 9 ) , angiotensin converting enzyme inhibitors ( n = 3 ) , angiotensin receptor blockers ( n = 3 ) , anticonvulsants ( n 32 ) , ( n = 39 ) , @DRUG$ channel blockers ( n = 12 ) , @DRUG$ ( n = 7 , serotonin reuptake ( n = 6 ) , serotonin norepinephrine reuptake inhibitors = 1 serotonin agonists ( n = 9 ) and tricyclic antidepressants ( n = 11 ) .	@DRUG$ channel blockers" refers to medications that block the action of DRUGA. "@DRUG$" refers to medications that block the action of DRUGB.	0
0	In the second study, carried out in 52 volunteers, the pharmacokinetics were followed over 36 h following administration of 2 single oral doses of 15 @DRUG$ @DRUG$.	In the nd study , carried out in 52 voluntary , the pharmacokinetics were followed over 36 plancks constant following administration of 2 single oral doses of 15 @DRUG$ @DRUG$ .	In the second study , carried out in 52 volunteers , the pharmacokinetics were h 15 36 followed following administration of 2 single over doses of oral @DRUG$ @DRUG$ .	In the second study , out in 52 volunteers , the pharmacokinetics were followed over 36 h following of 2 single oral doses of 15 @DRUG$ @DRUG$	In the second study, the pharmacokinetics (the way the drug is absorbed, distributed, metabolized, and excreted) were followed over 36 hours following administration of 2 single oral doses of 15 @DRUG$ @DRUG$.	0
0	Altered values in blood leucocytes, erythrocytes, @DRUG$, hematocrit, total protein, albumin, creatinine, urea @DRUG$, total bilirubin, creatine kinase, lactic dehydrogenase, calcium, chloride and inorganic phosphate occurred 1 d after dosing: urine pH and specific gravity also changed 1 d after dosing.	falsify values in lineage leucocytes , erythrocytes , @DRUG$ , hematocrit , total protein , albumin , creatinine , urea @DRUG$ , total bilirubin , creatine kinase , lactic dehydrogenase , calcium , chloride and inorganic phosphate occurred i  after dosing : water pH and specific gravity also changed i  after dosing .	, values in blood leucocytes , erythrocytes albumin @DRUG$ , hematocrit , total protein , , , creatinine , calcium @DRUG$ pH total bilirubin , creatine kinase , lactic dehydrogenase Altered urea , chloride and inorganic phosphate occurred 1 d after dosing : urine , and specific gravity 1 changed also d after dosing .	Altered values in blood leucocytes , erythrocytes , @DRUG$ , hematocrit , total protein , albumin , creatinine , urea @DRUG$ , total bilirubin , creatine kinase , lactic , calcium , chloride and inorganic phosphate occurred 1 d after dosing : urine pH and specific gravity changed 1 d after .	1 day after taking the drug, there were changes in the levels of white blood cells, red blood cells, the drug, hemoglobin, total protein, albumin, creatinine, urea, total bilirubin, creatine kinase, and lactic dehydrogenase. The pH	1
0	Patients with and without esophagitis had the same high overnight fasting gastric residual volume and acidity, @DRUG$ well as basal and peak acid and @DRUG$ outputs.	Patients with and without oesophagitis had the same high overnight fast gastric residual volume and acidity , @DRUG$ well as basal and peak acid and @DRUG$ outputs .	Patients with and without esophagitis gastric the peak high overnight fasting had residual volume and acidity , @DRUG$ well as basal and same acid and @DRUG$ outputs .	Patients with and without esophagitis had same high overnight fasting gastric volume and acidity , @DRUG$ well as basal and peak acid and @DRUG$ outputs .	Patients with and without esophagitis had the same high overnight fasting gastric residual volume and acidity, as well as basal and peak acid and @DRUG$ outputs.	1
1	Overall, @DRUG$ plus binimetinib appears to have an improved tolerability profile compared with encorafenib or @DRUG$.	Overall , @DRUG$ plus binimetinib appears to have an meliorate tolerability profile compared with encorafenib or @DRUG$ .	, Overall @DRUG$ plus binimetinib appears to have an improved tolerability profile compared with encorafenib or @DRUG$ .	Overall , @DRUG$ plus binimetinib appears to have an improved tolerability profile compared with encorafenib or @DRUG$ .	Overall, @DRUG$ plus binimetinib appears to be more tolerable than encorafenib or @DRUG$.	0
0	Nitro-prednisolone was much more potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model (higher impact on neutrophil migration and soluble mediator generation) as well @DRUG$ in models of chronic inflammation (air-pouch granuloma and collagen II-induced arthritis).	Nitro- prednisolone was much more potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model ( high impact on neutrophil migration and soluble mediator coevals ) as well @DRUG$ in models of inveterate inflammation ( aviation - pouch granuloma and collagen II - make arthritis ) .	Nitro- prednisolone was much more migration than @DRUG$ and the derivative devoid of the nitric ester in in models peritonitis model ( higher impact on neutrophil potent and soluble mediator generation ) as well @DRUG$ an acute inflammation chronic of ( air - pouch granuloma and induced II - collagen arthritis ) .	Nitro- prednisolone was more potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model ( higher impact on neutrophil migration and soluble mediator generation ) as well @DRUG$ in models of chronic inflammation ( air - pouch granuloma and collagen II - induced arthritis ) .	Nitro- prednisolone was much more potent than @DRUG$ and the derivative devoid of the nitric ester in an acute peritonitis model ( higher impact on neutrophil migration and soluble mediator generation ) as well @DRUG$ in models of chronic inflammation ( air - pouch	0
0	@DRUG$ (32 and 64 @DRUG$/kg) did not induce conditioned place preference.	@DRUG$ ( 32 and 64 @DRUG$ / kg ) did not get conditioned place preference .	@DRUG$ ( / and 64 @DRUG$ 32 kg ) did not induce conditioned place preference .	@DRUG$ ( 32 and 64 @DRUG$ / kg did not induce conditioned place preference .	@DRUG$ did not make rats prefer one side of a cage over another, indicating that it is not addictive.	1
0	The maximum concentration of @DRUG$ detected in run-off @DRUG$ was 0.49 mg litre-1 and occurred during the first run-off event.	The upper limit concentration of @DRUG$ detected in run-off @DRUG$ was 0.49 mg litre - 1 and hap during the first run-off event .	The maximum and of @DRUG$ detected mg run-off @DRUG$ was 0.49 in litre - 1 concentration occurred during the first run-off event .	The concentration of @DRUG$ detected in run-off @DRUG$ was mg litre - 1 and occurred the first run-off event .	The maximum concentration of @DRUG$ detected in run-off @DRUG$ was 0.49 mg litre - 1 and occurred during the first run-off event .	0
0	The discovery and development of qinghaosu (@DRUG$) @DRUG$ an antimalarial drug is a remarkable and convoluted tale.	The discovery and development of qinghaosu ( @DRUG$ ) @DRUG$ an antimalarial drug drug is a singular and convoluted tale .	The discovery is development and qinghaosu ( @DRUG$ ) @DRUG$ an antimalarial drug and a remarkable of convoluted tale .	The discovery and development of qinghaosu ( @DRUG$ ) @DRUG$ an antimalarial drug is a remarkable and convoluted tale .	The discovery and development of qinghaosu ( @DRUG$ ) @DRUG$ an antimalarial drug is a complicated and long process.	0
0	Rapid esterase-sensitive breakdown of @DRUG$ and its impact on the plasma pharmacokinetics of @DRUG$ and metabolites in mice.	Rapid esterase-sensitive breakdown of @DRUG$ and its impact on the plasma pharmacokinetics of @DRUG$ and metabolites in black eye .	Rapid esterase-sensitive breakdown of @DRUG$ and its impact the on plasma pharmacokinetics of @DRUG$ and metabolites in mice .	Rapid esterase-sensitive breakdown of @DRUG$ and its impact on the plasma pharmacokinetics of @DRUG$ and metabolites in mice .	The breakdown of @DRUG$ happens quickly, and this affects the pharmacokinetics of @DRUG$ and its metabolites in mice.	0
0	However, the stimulation was blocked and reversed by thiols, such as @DRUG$-@DRUG$ and dithiothreitol.	nevertheless , the stimulation was blocked and reversed by thiols , such as @DRUG$ - @DRUG$ and dithiothreitol .	However , the stimulation was blocked and reversed by thiols and such as @DRUG$ - @DRUG$ , dithiothreitol .	However , the was blocked and reversed by thiols , such as @DRUG$ - @DRUG$ and dithiothreitol .	@DRUG$ blocks the effects of @DRUG$, while dithiothreitol (a thiol) reverses this block.	0
0	However, functions of PPARdelta are uncompletely known to @DRUG$, but some recent data enlight its role in the regulation of fatty acid oxidation in several tissues, such @DRUG$ skeletal muscle and adipose tissue.	However , functions of PPARdelta are uncompletely known to @DRUG$ , but some recent data enlight its role in the regulation of fatty acid oxidation in respective tissues , such @DRUG$ pinched muscle and adipose weave .	However , functions of PPARdelta are uncompletely known to @DRUG$ , but some recent fatty enlight its role in the regulation data of acid oxidation in several tissues , such @DRUG$ skeletal muscle adipose and tissue .	However , functions of PPARdelta uncompletely known to @DRUG$ , but some recent enlight its role in the regulation of fatty oxidation in several tissues , @DRUG$ skeletal muscle and adipose tissue .	However, we still don't know everything about the role of PPARdelta in @DRUG$, but some recent data has shown that it plays a role in regulating fatty acid oxidation in several tissues, such as skeletal muscle and adipose tissue.	1
0	This review focuses on the manner with which three of these compounds, (-)-trans-delta9-tetrahydrocannabinol (delta9-@DRUG$), (-)-cannabidiol (@DRUG$) and (-)-trans-delta9-tetrahydrocannabivarin (delta9-THCV), interact with cannabinoid CB1 and CB2 receptors.	This reexamine centre on the manner with which  of these chemical compound , ( -) - trans -delta9 - tetrahydrocannabinol ( delta9 - @DRUG$ ) , ( -) - cannabidiol ( @DRUG$ ) and ( -) - trans-delta9 - tetrahydrocannabivarin ( delta9 - THCV ) , interact with cannabinoid CB1 and CB2 sense organ .	This review focuses and delta9 manner with which three of these compounds , ( -) - trans -delta9 - tetrahydrocannabinol ( the - @DRUG$ ) - ( -) trans-delta9 cannabidiol ( @DRUG$ ) on ( -) , - - tetrahydrocannabivarin ( delta9 - THCV ) , interact with cannabinoid CB1 and CB2 receptors .	review focuses on the manner with which three of these compounds , ( -) - trans -delta9 - tetrahydrocannabinol ( delta9 - @DRUG$ ) , -) - cannabidiol ( @DRUG$ ( -) - - tetrahydrocannabivarin ( delta9 THCV ) , interact with cannabinoid CB1 and CB2 receptors	The three compounds ( -) - trans -delta9 - tetrahydrocannabinol ( delta9 - @DRUG$ ), ( -) - cannabidiol ( @DRUG$ ), and ( -) - trans-delta9 - tetrahydrocannabivarin (	0
0	During a median follow-up of 9.0 months, 2.1 confirmed gastrointestinal events per 100 patient-years occurred with rofecoxib, as compared with 4.5 per 100 patient-years with @DRUG$ (relative risk, 0.5; 95 percent confidence interval, 0.3 to 0.6; @DRUG$<0.001).	During a median follow - up of 9.0 months , 2.1 confirmed gastrointestinal events per one hundred affected role -years occurred with rofecoxib , as compared with 4.5 per one hundred affected role -years with @DRUG$ ( relative risk , 0.5 ;  pct self assurance interval , 0.3 to 0.6 ; @DRUG$ < 0.001 ) .	During a median follow - up , 9.0 months , < confirmed gastrointestinal events of 100 patient -years occurred with rofecoxib , as compared with 4.5 per 100 patient -years with @DRUG$ ( , risk relative 0.5 ; 95 percent confidence interval per 0.3 0.6 to ; @DRUG$ 2.1 0.001 ) .	During a median follow - up of 9.0 months , 2.1 confirmed gastrointestinal per 100 patient -years occurred with rofecoxib , as compared with 4.5 per 100 patient -years @DRUG$ ( relative risk 0.5 ; 95 percent confidence interval , 0.3 to 0.6 ; @DRUG$ < 0.001 ) .	For every 100 patients who take @DRUG$, there are 2.1 confirmed gastrointestinal events. For every 100 patients who take @DRUG$, there are 4.5 confirmed gastrointestinal events.	0
0	Patients were randomly assigned, in a two-by-two factorial design, to receive one of the following four daily treatments: 0.8 mg of @DRUG$, 0.4 mg of vitamin B12, and 40 mg of vitamin B6; 0.8 mg of folic acid and 0.4 mg of vitamin B12; 40 @DRUG$ of vitamin B6; or placebo.	Patients were randomly assigned , in a ii -by- ii factorial conception , to receive matchless of the espouse four daily treatments : 0.8 mg of @DRUG$ , 0.4 mg of vitamin B12 , and forty mg of vitamin B6 ; 0.8 mg of folic battery acid and 0.4 mg of vitamin B12 ; forty @DRUG$ of vitamin B6 ; or placebo .	Patients were randomly vitamin , receive of two -by- two factorial design , to in one of following the four daily treatments : 0.8 mg a @DRUG$ of 0.4 placebo of vitamin B12 , and 40 mg of vitamin B6 ; 0.8 mg , folic acid and 0.4 mg of assigned B12 ; 40 @DRUG$ of vitamin B6 ; or mg .	Patients were randomly assigned , in a two -by- two factorial design , to one of the following daily : 0.8 mg of @DRUG$ , mg of B12 , and 40 mg of vitamin 0.8 mg of folic acid and 0.4 mg vitamin B12 ; 40 @DRUG$ of vitamin B6 ; or placebo .	Patients were randomly assigned to receive one of the following four daily treatments: 0.8 mg of @DRUG$ and 0.4 mg of vitamin B12; 0.8 mg of folic acid and 0.4 mg of vitamin B12; 40 mg of vitamin B6; or placebo	1
0	After 1 week of dose escalation, there was a fixed dosage regimen of either @DRUG$ (200 mg daily) or clomipramine (150 mg daily) during weeks 2 to 10, followed by flexible dosing of milnacipran (100, 150 or 200 @DRUG$ daily) or clomipramine (75, 100 or 150 mg daily) during weeks 11 to 26.	afterwards 1 week of dose escalation , there was a fixed dosage regimen of either @DRUG$ ( 200 mg daily ) or clomipramine ( one hundred fifty mg daily ) during calendar week two to 10 , followed by flexible dosing of milnacipran ( c , one hundred fifty or 200 @DRUG$ daily ) or clomipramine (  , c or one hundred fifty mg daily ) during calendar week 11 to 26 .	After 1 week of dose escalation , 100 was or 26 dosage regimen of either @DRUG$ ( 200 mg daily ) a clomipramine ( 150 mg , ) during or 2 to 10 , followed by flexible dosing of milnacipran ( 100 , 150 or 200 @DRUG$ daily ) weeks clomipramine ( 75 mg there or 150 daily daily ) during weeks 11 to fixed .	1 week of dose escalation , there was a fixed dosage regimen either @DRUG$ ( 200 mg daily or clomipramine 150 mg daily ) during weeks 2 10 , followed by flexible dosing of milnacipran ( 100 , 150 or 200 @DRUG$ daily ) or clomipramine ( 75 , 100 or 150 mg daily ) during weeks 11 to 26 .	After 1 week of dose escalation, there was a fixed dosage regimen of either @DRUG$ (200 mg daily) or clomipramine (150 mg daily) during weeks 2 to 10, followed by flexible dosing of milnacipran (100, 150 or 200 @DRUG$	0
0	Cav2.3 (@DRUG$-Type) @DRUG$ Channels are Critical for Mediating Anticonvulsive and Neuroprotective Properties of Lamotrigine In Vivo.	Cav2.3 ( @DRUG$ - typecast ) @DRUG$ Channels are Critical for Mediating Anticonvulsive and Neuroprotective attribute of Lamotrigine In Vivo .	Cav2.3 ( @DRUG$ - Properties ) @DRUG$ Channels are Critical Type Mediating Anticonvulsive and Neuroprotective for of Lamotrigine In Vivo .	Cav2.3 ( @DRUG$ - Type ) @DRUG$ Channels are Critical Mediating Anticonvulsive and Neuroprotective Properties of Lamotrigine In .	Cav2.3 ( @DRUG$ - Type ) @DRUG$ Channels are Critical for Mediating Anticonvulsive and Neuroprotective Properties of Lamotrigine In Vivo ."DRUGA is a type of DRUGB, and DRUGA channels are critical	0
0	METHODS AND RESULTS: Platelet reactivity in 15 healthy subjects was measured at baseline, during @DRUG$ 75 @DRUG$ or placebo daily for 14 days, and on days 1, 4, 8, 11, 15, and 45 after discontinuation of clopidogrel or placebo.	METHODS AND RESULTS : blood platelet reactivity in 15 healthy subjects was measured at baseline , during @DRUG$ 75 @DRUG$ or placebo daily for  days , and on days 1 , quaternary , 8 , 11 , 15 , and 45 after discontinuance of clopidogrel or placebo .	METHODS AND clopidogrel : Platelet reactivity in 15 healthy subjects was 14 at baseline , during @DRUG$ 75 @DRUG$ or placebo daily for measured days , and on days 1 , 4 , 8 , 11 , 15 , and 45 after discontinuation of RESULTS or placebo .	METHODS AND RESULTS : Platelet reactivity in 15 healthy subjects measured baseline , during @DRUG$ 75 @DRUG$ or placebo daily for 14 days , and on days 1 4 , , 11 , 15 , and 45 after discontinuation of clopidogrel or placebo .	METHODS AND RESULTS : Platelet reactivity in 15 healthy subjects was measured at baseline , during @DRUG$ 75 @DRUG$ or placebo daily for 14 days , and on days 1 , 4 , 8 , 11 , 15 , and 45 after discontinuation of clopidogrel or placebo	0
0	This method could give absolute detection limits of the arsenic species at @DRUG$/mm(2) to @DRUG$/mm(2) level with a best RSD of 5.3% (n = 5).	This method could give absolute detection limits of the arsenic species at @DRUG$ / mm( ii ) to @DRUG$ / mm( ii ) level with a good RSD of 5.3 % ( n =  ) .	This method could give absolute detection limits of the arsenic species mm( @DRUG$ 2 at / ) to @DRUG$ / mm( 2 ) level with a best % of 5.3 RSD ( n = 5 ) .	This could give absolute detection limits of the arsenic species @DRUG$ / mm( 2 ) to @DRUG$ / mm( 2 ) level with a best of 5.3 % ( n = 5 ) .	The absolute detection limits of the arsenic species at @DRUG$ / mm( 2 ) to @DRUG$ / mm( 2 ) level with a best RSD of 5.3 % ( n = 5 ) .	0
0	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by @DRUG$, (apparent Ki = 1.6 mumol.l-1), warfarin (apparent Ki = 27 mumol.l-1), piroxicam (apparent Ki = 23 mumol.l-1) and tolbutamide (apparent Ki = 128 mumol.@DRUG$-1).	meditate utilise putative particular P450 inhibitors demonstrated prohibition of this chemical reaction by @DRUG$ , ( apparent Ki = 1.6 mumol .l - 1 ) , warfarin ( apparent Ki = 27 mumol .l - 1 ) , piroxicam ( apparent Ki = 23 mumol .l - 1 ) and orinase ( apparent Ki = 128 mumol . @DRUG$ -1 ) .	1.6 using putative specific P450 ) demonstrated inhibition -1 this reaction by @DRUG$ , ( = Ki apparent Studies mumol .l - 1 ) , warfarin ( apparent Ki = 27 mumol = - 1 ) , Ki ( apparent Ki .l 23 mumol .l - 1 ) and tolbutamide ( apparent piroxicam = 128 mumol . @DRUG$ of inhibitors .	Studies using putative specific P450 inhibitors inhibition of this reaction by @DRUG$ , ( Ki = 1.6 mumol .l - 1 ) , ( apparent Ki = mumol - 1 ) , piroxicam ( apparent Ki = 23 mumol .l - 1 ) tolbutamide ( apparent Ki 128 mumol . @DRUG$ -1 ) .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by @DRUG$, (apparent Ki = 1.6 mumol.l-1), warfarin (apparent Ki = 27 mumol.l-1), piroxicam (apparent Ki = 23	1
0	Plasminogen-mediated acantholysis, however, was effectively antagonized by the synthetic active site @DRUG$ protease inhibitor WX-UK1 or by p-@DRUG$.	Plasminogen-mediated acantholysis , however , was in effect antagonized by the celluloid active site @DRUG$ protease inhibitor WX - UK1 or by p-@DRUG$ .	Plasminogen-mediated antagonized , however , p-@DRUG$ effectively acantholysis by the synthetic active site @DRUG$ protease inhibitor WX - UK1 or by was .	Plasminogen-mediated acantholysis , however , was effectively antagonized by the synthetic active site @DRUG$ protease inhibitor WX - UK1 or by p-@DRUG$ .	@DRUG$ protease inhibitors (such as WX-UK1) effectively antagonize plasminogen-mediated acantholysis, while p-@DRUG$ has no effect.	0
0	Urinary excretion rates of @DRUG$ @DRUG$ well as serum concentration data are needed to accurately characterize the disposition of the drug.	Urinary excretion rates of @DRUG$ @DRUG$ well as serum assiduousness information are needed to accurately characterize the disposition of the drug .	Urinary excretion rates of @DRUG$ @DRUG$ well the as concentration data are needed to accurately characterize serum disposition of the drug .	Urinary excretion rates of @DRUG$ @DRUG$ as serum concentration data needed to accurately characterize the disposition of the drug .	Urinary excretion rates of @DRUG$ and @DRUG$ are needed to accurately characterize the disposition of the drug.	0
0	The compounds that are currently under clinical (Phase I, II or III) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds (i.e., reverse transcriptase [NRTIs: PSI-5004, (-)-dOTC, DPC-817, elvucitabine, alovudine, MIV-210, amdoxovir, DOT; NNRTIs: thiocarboxanilide, UC-781, capravirine, dapivirine, etravirine, rilpivirine], protease [PIs: tipranavir, TMC-114]) or other specific viral proteins (i.e., gp120: cyanovirin N; attachment inhibitors: AIs, such as BMS-488043; integrase: @DRUG$-870,812, PDPV-165; capsid proteins: PA-457, alpha-HCG); or cellular proteins (CD4 downmodulators: CADAs; CXCR4 antagonists: @DRUG$-070, CS-3955; CCR5 antagonists: TAK-220, SCH-D, AK-602, UK-427857).	The compound that are currently under clinical ( Phase iodine , II or III ) or preclinical investigating are either aim at the same specific viral proteins as the licensed compound ( i.e. , override rna polymerase [ nrti : psi -5004 , ( -) - dOTC , DPC - 817 , elvucitabine , alovudine , MIV - 210 , amdoxovir , DOT ; NNRTIs : thiocarboxanilide , UC - 781 , capravirine , dapivirine , etravirine , rilpivirine ] , protease [ PIs : tipranavir , TMC - 114 ] ) or other specific viral proteins ( i.e. , gp120 : cyanovirin N ; fond regard inhibitor : artificial insemination , such as feces - 488043 ; integrase : @DRUG$ -870,812 , PDPV - 165 ; mirid bug proteins : PA - 457 , alpha - HCG ) ; or cellular proteins ( cluster of differentiation  downmodulators : CADAs ; CXCR4 antagonists : @DRUG$ -070 , vitamin c -3955 ; CCR5 antagonists : TAK - 220 , SCH -D , last frontier -602 , great britain -427857 ) .	The , alpha - ; under clinical ( Phase I , II or III ) or preclinical ( are , targeted at the same specific viral elvucitabine as UK licensed compounds ( i.e. , reverse transcriptase compounds NRTIs : PSI -5004 , TAK - - dOTC etravirine DPC - 817 proteins , , alovudine , MIV - 210 , amdoxovir , -602 ; NNRTIs : thiocarboxanilide , UC - 781 either capravirine , dapivirine , , , , ] [ protease [ PIs : tipranavir , TMC -) 114 ] CS or other specific viral proteins investigation i.e. , gp120 : cyanovirin N ; attachment inhibitors : AIs , or as BMS - 488043 ; integrase : @DRUG$ -870,812 , PDPV - 165 ; capsid proteins : PA are 457 , that - HCG ) ; such cellular proteins ( CD4 downmodulators : CADAs currently CXCR4 antagonists : @DRUG$ -070 , ) -3955 ; CCR5 antagonists : ( - 220 , SCH -D rilpivirine AK DOT , the -427857 ) .	The compounds that are currently clinical ( Phase I , II or ) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds ( i.e. , reverse transcriptase [ NRTIs -5004 , ( -) - dOTC , DPC - 817 , elvucitabine , alovudine , MIV - amdoxovir , DOT ; NNRTIs : , UC 781 , capravirine , dapivirine , etravirine , rilpivirine ] , protease PIs : , TMC - 114 ] ) or other specific viral proteins ( i.e. , gp120 N ; attachment inhibitors : AIs , such as BMS - 488043 ; integrase : @DRUG$ -870,812 , PDPV - 165 capsid proteins : PA - 457 , alpha - HCG ) ; or cellular proteins ( CD4 downmodulators : CADAs ; CXCR4 antagonists : @DRUG$ -070 , CS -3955 ; antagonists : TAK - , SCH -D , AK -602 , UK -427857	The compounds that are currently under clinical ( Phase I , II or III ) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds ( i.e. , reverse transcriptase [ NRTIs : PSI -5004 , ( -) - dOTC ,	1
0	To @DRUG$, copper has not found many uses in medicine, but number of ongoing research, as well @DRUG$ preclinical and clinical studies, will most likely lead to many novel applications of copper in the near future.	To @DRUG$ , atomic number  has not found many uses in medicine , but number of on going research , as fountainhead @DRUG$ preclinical and clinical studies , will most likely lead to many novel practical application of atomic number  in the near future .	uses @DRUG$ , research has not found many To in medicine , but number of ongoing copper , as most @DRUG$ preclinical and clinical studies , will to likely lead well many novel applications of copper in the near future .	To @DRUG$ , copper has not found many uses in medicine , but number of ongoing research , as well @DRUG$ preclinical and clinical studies , will most lead to many novel applications of copper in the near future .	@DRUG$ is currently researching the potential medical uses of copper, while @DRUG$ is already conducting clinical studies on the use of copper in medicine.	0
1	Collectively, the available evidence strongly suggests that a combination of a potent aerosolized @DRUG$ derivative, such as carfentanil, and an inhalational anesthetic, such as @DRUG$, was used.	Collectively , the available evidence powerfully suggests that a combining of a potent aerosolized @DRUG$ derivative , such as carfentanil , and an inhalational anesthetic , such as @DRUG$ , was utilise .	Collectively aerosolized the available evidence strongly suggests , a of combination a potent , @DRUG$ derivative , such as carfentanil that and an inhalational anesthetic , such as @DRUG$ , was used .	Collectively , the available evidence strongly suggests a combination of a potent aerosolized @DRUG$ derivative , such as carfentanil , and an inhalational anesthetic , such as @DRUG$ , was used .	The available evidence suggests that a combination of a potent aerosolized @DRUG$ derivative and an inhalational anesthetic was used.	1
0	For 40% fT>MIC and >97.5% PTA, the breakpoints were 0.125 mg/L (500 mg twice daily), 0.25 mg/L (250 mg three times daily and 875 mg twice daily), 0.5 mg/@DRUG$ (500 @DRUG$ three times daily) and 1 mg/L (750, 875 or 1000 mg three times daily and 500 mg four times daily).	For forty % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / L ( 500 mg double casual ) , 0.25 mg / L ( 250 mg ternary time casual and 875 mg double casual ) , 0.5 mg / @DRUG$ ( 500 @DRUG$ ternary time casual ) and 1 mg / L ( 750 , 875 or thou mg ternary time casual and 500 mg quaternion time casual ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / L ( 500 mg twice daily ) , 0.25 mg / L ( 250 mg daily times daily and 875 mg twice / ) , 0.5 mg / @DRUG$ times 500 @DRUG$ three times 750 ) and 1 mg daily L ( daily , 875 or 1000 ) three ( three and 500 mg four times daily mg .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / L ( 500 mg twice daily , 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily , 0.5 mg / @DRUG$ ( 500 @DRUG$ three times daily ) 1 mg / L ( , 875 or 1000 mg three times and 500 mg four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / L ( 500 mg twice daily ) , 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily ) , 0.5 mg / DRUG	1
0	INTRODUCTION: It has been > 25 years since it was first discovered that @DRUG$ @DRUG$ levels are elevated in heart failure and this elevation is proportional to the severity of heart failure.	INTRODUCTION : It has been > 25 year since it was first attain that @DRUG$ @DRUG$ levels are elevated in heart failure and this elevation is relative to the severity of heart failure .	it of that has been > 25 years since INTRODUCTION was first discovered It @DRUG$ @DRUG$ levels are elevated in heart failure and this elevation is proportional to the severity : heart failure .	INTRODUCTION : It has been > 25 years since was discovered that @DRUG$ @DRUG$ levels elevated in heart failure and this elevation is proportional to the severity of heart failure .	The more severe someone's heart failure is, the higher their levels of @DRUG$ and @DRUG$ will be.	0
0	The s.c. administration of either S-(+)-3-isobutylgaba (1-30 mg kg-1) or @DRUG$ (10-100 @DRUG$ kg-1), after the development of peak carrageenan-induced thermal hyperalgesia, dose-dependently antagonized the maintenance of this response with MED of 3 and 30 mg kg-1, respectively.	The s.c. brass of either S -( + ) - 3- isobutylgaba ( 1-30 mg kg - i ) or @DRUG$ ( 10 - one c @DRUG$ kg - i ) , after the development of peak carrageenan- induced thermic hyperalgesia , dose-dependently antagonized the maintenance of this reception with MED of 3 and 30 mg kg - i , severally .	The s.c. administration of either S -( - ) - 3- the ( 1-30 mg kg - 1 response or @DRUG$ maintenance 10 - , @DRUG$ kg - 1 ) , after isobutylgaba development of peak carrageenan- induced thermal hyperalgesia , dose-dependently antagonized the ( of kg ) with MED of 3 and 30 mg this + 1 100 respectively .	The s.c. administration of either S -( + - 3- isobutylgaba ( 1-30 kg - 1 ) or @DRUG$ ( 10 - 100 @DRUG$ kg - 1 ) , after the development of peak carrageenan- induced thermal hyperalgesia , dose-dependently antagonized the maintenance of this response with MED of 3 and 30 mg kg - , respectively .	The s.c. administration of either S -( + ) - 3- isobutylgaba ( 1-30 mg kg - 1 ) or @DRUG$ ( 10 - 100 @DRUG$ kg - 1 ) , after the development of peak carrageenan- induced thermal hyper	0
0	@DRUG$ is incorporated into lymphoma cells to a greater extent than @DRUG$ via both TfR-independent and -dependent pathways; it has significant activity against gallium nitrate-resistant cells and acts independently of p53.	@DRUG$ is incorporated into lymphoma cells to a nifty extent than @DRUG$ via both TfR - independent and - pendent pathways ; it has significant activity against gallium nitrate -resistant cells and deed independently of p53 .	@DRUG$ is incorporated into lymphoma cells to a greater extent than @DRUG$ via both TfR - independent and - dependent pathways ; has activity significant it against gallium nitrate and cells -resistant acts independently of p53 .	@DRUG$ is incorporated into lymphoma to a greater extent than @DRUG$ via both TfR - independent and - dependent pathways ; it has significant activity against gallium nitrate -resistant cells and acts independently of p53 .	@DRUG$ is more easily incorporated into lymphoma cells than @DRUG$, and it is more effective against gallium nitrate-resistant cells than DRUGB. Additionally, DRUGA does not require p53 to be effective.	0
1	These LMMHs also differ by their renal excretion pattern: more fragments exhibiting an anti-Xa activity are recovered in urine following @DRUG$ doses (6.4 and 8.7% of the dose, respectively) than following @DRUG$ (3.9%) and dalteparin (3.4%) injection.	These LMMHs too differ by their renal excretion normal : more fragments exhibiting an anti-Xa body process are recovered in urine following @DRUG$ doses ( 6.4 and 8.7 % of the dose , severally ) than following @DRUG$ ( 3.9 % ) and dalteparin ( 3.4 % ) injection .	These LMMHs also more by their renal excretion pattern : differ fragments exhibiting an anti-Xa activity are recovered in urine following @DRUG$ doses ) 6.4 and 8.7 % of ) dose , respectively the than following @DRUG$ ( 3.9 ( % and dalteparin ( 3.4 % ) injection .	These LMMHs also differ by their renal excretion pattern : more exhibiting an anti-Xa activity are recovered in urine following @DRUG$ doses ( 6.4 and 8.7 % of the dose respectively ) than following @DRUG$ ( 3.9 % dalteparin ( 3.4 % ) injection .	More fragments exhibiting an anti-Xa activity are recovered in urine following @DRUG$ doses than following @DRUG$ and dalteparin injection.	0
0	N-[4-[[(2,4-diamino-6-pterdinyl)methyl]amino]benzoyl]-L/D-glutamic acid (L/D-@DRUG$) is an investigational drug in phase 1 clinical development that consists of the L-and @DRUG$-enantiomers of aminopterin (AMT).	N-[4-[[( 2,4-diamino-6-pterdinyl ) methyl radical ] amino ] benzoyl ] -L/D-glutamic acid ( L/D - @DRUG$ ) is an investigational drug in form  clinical development that consists of the L-and @DRUG$ - enantiomers of aminopterin ( AMT ) .	N-[4-[[( 2,4-diamino-6-pterdinyl ) methyl ] amino ] benzoyl ] L-and acid 1 L/D - @DRUG$ ) is an investigational drug of phase ( clinical development that consists in the -L/D-glutamic @DRUG$ - enantiomers of aminopterin ( AMT ) .	N-[4-[[( 2,4-diamino-6-pterdinyl methyl ] amino ] benzoyl ] -L/D-glutamic acid ( L/D - @DRUG$ ) is an investigational drug in phase 1 clinical development that consists of the L-and @DRUG$ - enantiomers of aminopterin ( AMT )	@DRUG$ is an investigational drug in phase 1 clinical development that consists of the L-and @DRUG$ - enantiomers of aminopterin ( AMT ) .	0
1	In the @DRUG$ groups, the concentration of @DRUG$ in the portal and peripheral blood showed similar elimination in terms of the peak concentration (Cmax) and the area under the curve (AUC).	inch the @DRUG$ groups , the concentration of @DRUG$ in the hepatic portal vein and peripheral blood showed similar elimination in terms of the peak concentration ( Cmax ) and the field under the curve ( AUC ) .	) the @DRUG$ groups , the concentration of @DRUG$ in the portal Cmax peripheral blood showed similar terms in elimination of the peak concentration ( and ) and the area under the curve ( AUC In .	In the @DRUG$ groups , concentration @DRUG$ in the portal peripheral blood showed similar elimination in terms of the peak concentration Cmax ) and the area under the curve ( AUC ) .	The concentration of @DRUG$ in the portal and peripheral blood showed similar elimination in terms of the peak concentration ( Cmax ) and the area under the curve ( AUC ) .	1
0	@DRUG$-MDR1 cells showed 6- and 12-fold greater resistance to @DRUG$ and amrubicinol, respectively, than the parental LLC-PK1 cells.	@DRUG$ -MDR1 cells showed half a dozen - and 12 - fold greater resistance to @DRUG$ and amrubicinol , severally , than the parental LLC - PK1 cells .	@DRUG$ -MDR1 cells showed 6 - and 12 than fold greater resistance to @DRUG$ and amrubicinol , respectively , the - parental LLC - PK1 cells .	@DRUG$ -MDR1 cells showed 6 - 12 - fold greater resistance to @DRUG$ and amrubicinol respectively , than the parental LLC - PK1 cells .	The @DRUG$ -MDR1 cells showed a 6 - and 12 - fold greater resistance to @DRUG$ and amrubicinol , respectively , than the parental LLC - PK1 cells .	0
0	BP reduction was significantly greater with @DRUG$ (30 mg/day) during the initial 4 weeks of treatment compared with enalapril (20 @DRUG$/day).	BP reduction was importantly greater with @DRUG$ ( 30 magnesium / twenty four hour period ) during the initial 4 weeks of treatment compared with enalapril ( 20 @DRUG$ / twenty four hour period ) .	day reduction was significantly greater with @DRUG$ 20 30 mg / BP of during the initial 4 weeks ) treatment compared with enalapril ( ( @DRUG$ / day ) .	BP significantly greater with @DRUG$ ( 30 mg / day ) during the initial 4 weeks of treatment compared with enalapril ( 20 @DRUG$ / day ) .	BP reduction was significantly greater with @DRUG$ ( 30 mg / day ) during the initial 4 weeks of treatment compared with enalapril ( 20 mg / day ) .	1
0	Antidiuretic effects of a nonpeptide @DRUG$ V(2)-receptor agonist, @DRUG$, administered orally to rats.	Antidiuretic effects of a nonpeptide @DRUG$ V ( deuce ) - sensory receptor agonist , @DRUG$ , administered orally to rats .	nonpeptide effects of a Antidiuretic @DRUG$ V ( 2 ) - receptor agonist administered @DRUG$ , , orally to rats .	Antidiuretic effects a nonpeptide @DRUG$ V ( 2 ) - receptor agonist @DRUG$ administered orally to .	The antidiuretic effects of a nonpeptide @DRUG$ V ( 2 ) - receptor agonist, @DRUG$, administered orally to rats.	0
0	Although @DRUG$ is metabolised by hepatic and renal mechanisms to both a glucuronate conjugate and a diketopiperazine derivative, most of the drug is excreted in the urine @DRUG$ ramiprilat and the glucuronate conjugate of ramiprilat.	Although @DRUG$ is metabolised by liverwort and nephritic mechanisms to both a glucuronate conjugate and a diketopiperazine derivative , most of the dose is excreted in the urine @DRUG$ ramiprilat and the glucuronate conjugate of ramiprilat .	renal @DRUG$ is metabolised of hepatic and glucuronate mechanisms to both a glucuronate conjugate and a diketopiperazine derivative , most by the drug is excreted in the urine @DRUG$ ramiprilat and the Although conjugate of ramiprilat .	Although @DRUG$ is metabolised by and renal mechanisms to both a glucuronate conjugate a diketopiperazine derivative , most of the drug is excreted in the urine @DRUG$ ramiprilat and the glucuronate conjugate of ramiprilat .	@DRUG$ is metabolized by both hepatic and renal mechanisms to produce a glucuronate conjugate and a diketopiperazine derivative. However, most of the drug is excreted in the urine as @DRUG$ ramiprilat and the glucuronate conjug	0
0	CYP2J2 and CYP2C19 are the major enzymes responsible for metabolism of @DRUG$ and @DRUG$ in human liver microsomes and recombinant P450 assay systems.	CYP2J2 and CYP2C19 are the major enzymes responsible for for metabolism of @DRUG$ and @DRUG$ in human liver colored microsomes and recombinant P450 assay systems .	CYP2J2 and CYP2C19 are the major enzymes responsible for metabolism of @DRUG$ recombinant @DRUG$ in and liver microsomes and human P450 assay systems .	CYP2J2 and CYP2C19 are the major enzymes responsible metabolism @DRUG$ and @DRUG$ in human microsomes and recombinant assay .	CYP2J2 and CYP2C19 are the enzymes that are responsible for the metabolism of @DRUG$ and @DRUG$ in human liver microsomes and recombinant P450 assay systems.	0
0	@DRUG$ of December 1, 2017, nine antibody therapeutics (ibalizumab, burosumab, tildrakizumab, caplacizumab, erenumab, fremanezumab, galcanezumab, romosozumab, @DRUG$) were in regulatory review in the EU or US, and regulatory actions on their marketing applications are expected by the end of 2018.	@DRUG$ of December  , 2017 , baseball club antibody therapeutics ( ibalizumab , burosumab , tildrakizumab , caplacizumab , erenumab , fremanezumab , galcanezumab , romosozumab , @DRUG$ ) were in regulative review in the EU or us , and regulative actions on their marketing applications programme are expected by the end of 2018 .	@DRUG$ antibody December 1 , 2017 , nine of therapeutics ( ibalizumab marketing burosumab , tildrakizumab of caplacizumab , erenumab , fremanezumab , galcanezumab , romosozumab , @DRUG$ actions were in regulatory review in the EU or US , and regulatory ) on their , applications are expected by the end , 2018 .	@DRUG$ of December 1 , 2017 nine antibody therapeutics ( ibalizumab , burosumab tildrakizumab , caplacizumab , erenumab , fremanezumab , galcanezumab , @DRUG$ ) were in regulatory review in the EU or US , and regulatory on their are expected of 2018 .	@DRUG$ is a list of nine antibody therapeutics that are in regulatory review in the EU or US, and regulatory actions on their marketing applications are expected by the end of 2018.	1
0	This investigation shows the effective removal of mercury (II) ions from contaminated surface waters by modified magnetic iron oxide nanoparticles (M-MIONPs) with @DRUG$ @DRUG$ an efficient adsorbent.	This investigation shows the effective removal of mercury ( deuce ) ions from polluted surface waters by modified magnetic branding iron oxide nanoparticles ( M- MIONPs ) with @DRUG$ @DRUG$ an efficient adsorbent .	This investigation shows the by removal of mercury waters II ) ions oxide contaminated surface ( effective modified magnetic iron from nanoparticles ( M- MIONPs ) with @DRUG$ @DRUG$ an efficient adsorbent .	This investigation the effective removal of mercury ( II ) ions from contaminated by modified magnetic iron oxide nanoparticles ( M- MIONPs ) with @DRUG$ @DRUG$ an efficient adsorbent .	The modified magnetic iron oxide nanoparticles with @DRUG$ are an efficient adsorbent for removing mercury ( II ) ions from contaminated surface waters.	1
0	Absorption, excretion, and retention of selenium from a high selenium @DRUG$ in men with a high intake of @DRUG$.	concentration , excretion , and memory of selenium from a high selenium @DRUG$ in men with a high intake of @DRUG$ .	Absorption a excretion , and retention of from selenium a high selenium @DRUG$ in men with , high intake of @DRUG$ .	Absorption , excretion , and retention from a high selenium @DRUG$ in with a high intake of @DRUG$ .	The absorption, excretion, and retention of selenium from a high selenium @DRUG$ in men with a high intake of @DRUG$.	0
0	It is unknown whether the @DRUG$ receptor antagonist @DRUG$ exerts a renoprotective effect on patients with type 2 diabetes and diabetic nephropathy independent of its hypotensive effects.	It is unknown whether the @DRUG$ receptor antagonist @DRUG$ exerts a renoprotective effect on patients with eccentric 2 diabetes and diabetic nephropathy independent of its hypotensive force .	type is unknown whether the @DRUG$ receptor antagonist @DRUG$ exerts a renoprotective effect on patients with It effects diabetes and diabetic nephropathy independent of its hypotensive 2 .	is unknown whether the @DRUG$ receptor antagonist @DRUG$ exerts a renoprotective effect on patients with type 2 diabetes and diabetic nephropathy independent its hypotensive effects .	It is unknown whether @DRUG$ (the drug) receptor antagonist @DRUG$ (the drug) exerts a renoprotective effect on patients with type 2 diabetes and diabetic nephropathy (kidney damage) independent of its hypotensive effects (lowering blood pressure).	0
0	@DRUG$ has greater potency than other AIs, including @DRUG$, exemestane, formestane, and aminoglutethimide.	@DRUG$ has greater potency than other AIs , admit @DRUG$ , exemestane , formestane , and aminoglutethimide .	@DRUG$ has greater potency than other AIs including , @DRUG$ , exemestane , formestane , and aminoglutethimide .	@DRUG$ has greater potency than other AIs , including @DRUG$ , exemestane , formestane , and aminoglutethimide .	@DRUG$ is more potent than other AIs, including @DRUG$, exemestane, formestane, and aminoglutethimide.	0
0	For the remainder of satisfaction measures though, patients who were dissatisfied with @DRUG$ reported equal duration of coverage and satisfaction with desloratadine as @DRUG$.	For the residual of satisfaction measures though , patients who were dissatisfied with @DRUG$ reported adequate duration of coverage and satisfaction with desloratadine as @DRUG$ .	For the remainder of satisfaction measures though , patients who were dissatisfied with @DRUG$ reported equal duration of coverage and with as desloratadine satisfaction @DRUG$ .	For the remainder of satisfaction measures though patients who were dissatisfied with @DRUG$ reported duration of coverage and satisfaction with desloratadine as @DRUG$ .	For the remainder of satisfaction measures though , patients who were dissatisfied with @DRUG$ reported equal duration of coverage and satisfaction with desloratadine as @DRUG$ ."In other words, patients who were dissatisfied with DRUGA reported equal duration of coverage and satisfaction with desloratad	0
0	@DRUG$ is a macrolide antibiotic that is particularly attractive @DRUG$ an antimalarial because of its safety in children and the extensive experience with its use during pregnancy.	@DRUG$ is a macrolide antibiotic that is particularly attractive @DRUG$ an antimalarial because of its safety in tiddler and the broad experience with its use during pregnancy .	@DRUG$ is a macrolide antibiotic extensive its particularly attractive @DRUG$ an antimalarial because of is safety in children and the that experience with its use during pregnancy .	@DRUG$ is a macrolide antibiotic that particularly attractive @DRUG$ an antimalarial because of its safety in children and the extensive experience with its use during pregnancy .	@DRUG$ is a safe and effective antibiotic that is particularly useful for treating malaria, especially in children.	1
1	Antidepressants and @DRUG$ both produce multiple pharmacologic effects that may contribute to peripheral analgesia; such actions include block of peripheral N-methyl-D-aspartate receptors, local anesthetic properties, and interactions with @DRUG$ systems.	Antidepressants and @DRUG$ both produce multiple pharmacological effects that may contribute to peripheral analgesia ; such carry through include block of peripheral N-methyl - D-aspartate receptors , local anaesthetic agent properties , and interactions with @DRUG$ systems .	Antidepressants contribute @DRUG$ both produce multiple with effects that may and to peripheral analgesia ; such actions include block of peripheral N-methyl anesthetic D-aspartate receptors , local - properties , and interactions pharmacologic @DRUG$ systems .	Antidepressants @DRUG$ both produce multiple pharmacologic effects that may contribute to peripheral analgesia ; such actions include block of peripheral N-methyl - D-aspartate receptors , local anesthetic properties , and interactions with @DRUG$ systems .	Antidepressants and @DRUG$ both produce multiple pharmacologic effects that may contribute to peripheral analgesia ; such actions include block of peripheral N-methyl - D-aspartate receptors , local anesthetic properties , and interactions with @DRUG$ systems ."This means that antidepressants and DRUG	0
0	XR5944 was 40- to 300-fold more potent than the other cytotoxics tested, such @DRUG$ @DRUG$, topotecan, and paclitaxel.	XR5944 was 40 - to three hundred - fold more potent than the other cytotoxics screen , such @DRUG$ @DRUG$ , topotecan , and paclitaxel .	XR5944 40 was - topotecan 300 - fold more potent than the other cytotoxics tested , such @DRUG$ @DRUG$ , to , and paclitaxel .	XR5944 40 - to 300 - fold more potent other cytotoxics tested , @DRUG$ @DRUG$ , , and paclitaxel	XR5944 was 40 - to 300 - fold more potent than the other cytotoxics tested, such as @DRUG$, @DRUG$, topotecan, and paclitaxel.	0
0	The tolerability profile of caspofungin was similar to that of fluconazole and superior to that of @DRUG$ deoxycholate and liposomal amphotericin B. Therefore, in the appropriate indications, @DRUG$ is a viable alternative to amphotericin B deoxycholate, liposomal amphotericin B or fluconazole.	The tolerability visibility of caspofungin was similar to that of fluconazole and higher up to that of @DRUG$ deoxycholate and liposomal amphotericin b . Therefore , in the appropriate indications , @DRUG$ is a viable substitute to amphotericin b deoxycholate , liposomal amphotericin b or fluconazole .	The fluconazole profile of amphotericin was similar to that of tolerability and superior Therefore that of @DRUG$ deoxycholate and or amphotericin B . to , in the appropriate indications , @DRUG$ is a viable alternative to caspofungin B deoxycholate , liposomal amphotericin B liposomal fluconazole .	The tolerability profile of caspofungin was similar to that of fluconazole and superior that of @DRUG$ deoxycholate liposomal amphotericin B . Therefore , the appropriate indications , is viable alternative to amphotericin B deoxycholate , liposomal amphotericin B or fluconazole .	Caspofungin is just as tolerable as fluconazole, and it is better tolerated than both amphotericin B deoxycholate and liposomal amphotericin B. Therefore, in the appropriate indications, caspofungin is a viable alternative to amphotericin	1
0	In comparative studies, cefuroxime sequential therapy was as effective as amoxicillin/ @DRUG$ sequential therapy and full courses of parenteral cefuroxime, @DRUG$ or cefoperazone.	In comparative studies , cefuroxime sequential therapy was as in force as amoxicillin / @DRUG$ sequential therapy and full courses of parenteral cefuroxime , @DRUG$ or cefobid .	In comparative studies , cefuroxime sequential parenteral was full effective as amoxicillin / @DRUG$ sequential therapy and as courses of therapy cefuroxime , @DRUG$ or cefoperazone .	In studies , cefuroxime sequential therapy was as effective as amoxicillin / @DRUG$ sequential therapy and courses of parenteral cefuroxime , @DRUG$ cefoperazone .	Cefuroxime sequential therapy was as effective as amoxicillin / @DRUG$ sequential therapy and full courses of parenteral cefuroxime , @DRUG$ or cefoperazone .	0
0	The chemical disinfectants included chlorine, phenol, @DRUG$ and several quaternary ammonium salts, while the two pharmaceutical preparations contained @DRUG$ and terbinafine as active agents.	The chemical disinfectant included chlorine , phenol , @DRUG$ and several quaternary ammonium salts , while the ii pharmaceutical preparations contained @DRUG$ and terbinafine as active agents .	The chemical disinfectants included chlorine , phenol and @DRUG$ and several quaternary ammonium as , while the two pharmaceutical preparations contained @DRUG$ , terbinafine salts active agents .	The chemical disinfectants included chlorine , , @DRUG$ and several quaternary ammonium salts , while the two pharmaceutical preparations contained @DRUG$ and terbinafine as agents .	The chemical disinfectants included chlorine , phenol , @DRUG$ and several quaternary ammonium salts , while the two pharmaceutical preparations contained @DRUG$ and terbinafine as active agents .	0
0	In this overview, we discuss the discovery and development of topiramate (@DRUG$) @DRUG$ an anticonvulsant, including notable aspects of its chemical, biologic, and pharmacokinetic properties.	indium this overview , we discuss the discovery and development of topiramate ( @DRUG$ ) @DRUG$ an anticonvulsant , including famous aspects of its chemical substance , biologic , and pharmacokinetic properties .	In this , an we discuss the discovery biologic development of topiramate ( @DRUG$ ) @DRUG$ , anticonvulsant overview including notable aspects of its chemical , and , and pharmacokinetic properties .	this overview , we discuss the discovery and of topiramate ( @DRUG$ ) @DRUG$ an anticonvulsant , including aspects its chemical , biologic , and pharmacokinetic properties .	@DRUG$ is an anticonvulsant that was discovered and developed, including notable aspects of its chemical, biologic, and pharmacokinetic properties.	1
0	Twelve neutral free amino acids, i.e. serine, threonine, glutamine, asparagine, alanine, @DRUG$, methionine, tyrosine, valine, @DRUG$, isoleucine and phenylalanine, were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	Twelve neutral discharge amino acids , ie serine , threonine , glutamine , asparagine , alanine , @DRUG$ , methionine , tyrosine , valine , @DRUG$ , isoleucine and phenylalanine , were surveyed for the presence of D-enantiomers in plasm samples from affected role with nephritic diseases and from normal subjects .	Twelve neutral surveyed normal acids , i.e. serine , threonine , glutamine , asparagine , alanine , @DRUG$ , methionine , tyrosine , valine , @DRUG$ , isoleucine and for , were with phenylalanine the presence of D-enantiomers in plasma samples from subjects free renal diseases and from amino patients .	Twelve neutral free amino acids , i.e. serine , threonine , glutamine , asparagine , alanine , @DRUG$ , methionine , tyrosine , valine , @DRUG$ isoleucine and phenylalanine , were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	Twelve neutral free amino acids were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	1
0	The results showed that plasma clearance and volume of distribution values of TP were respectively 6 and 10 times larger than those of @DRUG$ (ClC = 4.7 l/h/kg and ClTP = 33.3 l/h/kg; VdC = 1.9 l/kg and VdTP = 21.7 @DRUG$/kg).	The results showed that plasma headroom and volume of distribution economic value of TP were severally 6 and  times larger than those of @DRUG$ ( ClC = 4.7 l/h/ kilogram and ClTP = 33.3 l/h/kg ; VdC = 1.9 l/ kilogram and VdTP = 21.7 @DRUG$ / kilogram ) .	VdC results showed kg plasma clearance and volume of distribution values of TP were respectively 6 and 10 ; larger than those of @DRUG$ ( 4.7 = ClC l/h/ kg and ClTP = 33.3 l/h/kg times The = 1.9 l/ kg and VdTP = 21.7 @DRUG$ / that ) .	results showed that clearance and volume of distribution values of TP were respectively 6 and times larger than those of @DRUG$ ( ClC = l/h/ kg and ClTP = 33.3 l/h/kg ; VdC = 1.9 kg and VdTP = 21.7 @DRUG$ / kg )	The results showed that plasma clearance and volume of distribution values of TP were respectively 6 and 10 times larger than those of @DRUG$ ( ClC = 4.7 l/h/ kg and ClTP = 33.3 l/h/kg ; VdC = 1.9 l/	1
0	Nicorandil relaxes coronary vascular smooth muscle by stimulating guanylyl cyclase and increasing @DRUG$ (cGMP) levels (as shown first in our laboratory) as well @DRUG$ by a second mechanism resulting in activation of K+ channels and hyperpolarization.	Nicorandil relaxes coronary vascular smooth muscleman by stimulating guanylyl cyclase and increasing @DRUG$ ( cGMP ) levels ( as shown first in our research lab ) as well @DRUG$ by a endorsement mechanism resulting in activation of chiliad + channels and hyperpolarization .	Nicorandil relaxes coronary a smooth muscle by stimulating guanylyl cyclase and increasing @DRUG$ ( cGMP ) levels in as shown first ( of laboratory ) as well @DRUG$ by vascular second mechanism hyperpolarization in activation our K + channels and resulting .	Nicorandil relaxes coronary vascular muscle by stimulating guanylyl cyclase and increasing @DRUG$ ) levels ( as shown first in our laboratory ) as well @DRUG$ a second mechanism resulting in activation of + channels and hyperpolarization .	Nicorandil relaxes coronary vascular smooth muscle by stimulating guanylyl cyclase and increasing @DRUG$ ( cGMP ) levels. @DRUG$ also activates K + channels and hyperpolarizes the cells, but this is a separate mechanism from the increase in cGMP levels	0
0	Lopinavir /Ritonavir, Nucleoside analogues, Neuraminidase inhibitors, @DRUG$, peptide (EK1), abidol, RNA synthesis inhibitors (such as TDF, 3TC), anti-inflammatory drugs (such @DRUG$ hormones and other molecules), Chinese traditional medicine, such ShuFengJieDu Capsules and Lianhuaqingwen Capsule, could be the drug treatment options for 2019-nCoV.	Lopinavir / Ritonavir , nucleoside analogues , Neuraminidase inhibitor , @DRUG$ , peptide ( EK1 ) , abidol , RNA synthesis inhibitor ( such as TDF , 3TC ) , anti-inflammatory drugs ( such @DRUG$ hormones and other corpuscle ) , formosan traditional medicament , such ShuFengJieDu space capsule and Lianhuaqingwen Capsule , could be the drug treatment options for 2019 - nCoV .	Lopinavir molecules Ritonavir , Nucleoside analogues , Neuraminidase inhibitors , @DRUG$ , and ( EK1 ) , abidol , traditional synthesis inhibitors ( such , TDF , 3TC ) , anti-inflammatory drugs Lianhuaqingwen such @DRUG$ hormones , other / ) , Chinese RNA medicine as such ShuFengJieDu Capsules and ( Capsule peptide could be the drug treatment options for 2019 - nCoV .	Lopinavir / Ritonavir , Nucleoside analogues , Neuraminidase inhibitors , @DRUG$ , peptide ( EK1 ) , abidol , inhibitors ( such as TDF , anti-inflammatory drugs ( such @DRUG$ hormones and molecules ) , Chinese traditional , such ShuFengJieDu Capsules and Lianhuaqingwen Capsule , be the drug treatment for 2019 - nCoV .	@DRUG$ is a drug that is used to treat @DRUG$, which is a virus that causes the 2019-nCoV outbreak.	0
0	This is the first report of L /@DRUG$-@DRUG$ in humans.	This is the first write up of L / @DRUG$ - @DRUG$ in humans .	This / the first report of L is @DRUG$ - @DRUG$ in humans .	This is the first report of L / @DRUG$ - @DRUG$ in .	We have never seen this relationship between @DRUG$ and @DRUG$ before in humans.	0
0	Safety and efficacy data of the recently approved medications including aclidinium, glycopyrronium, @DRUG$, and @DRUG$ are reviewed here.	safety device and efficacy data of the recently approved medications including aclidinium , glycopyrronium , @DRUG$ , and @DRUG$ are critique here .	approved and efficacy data of the recently Safety medications including aclidinium , glycopyrronium , @DRUG$ , reviewed @DRUG$ are and here .	Safety and efficacy data of the recently approved medications including aclidinium glycopyrronium , @DRUG$ , and @DRUG$ are reviewed here .	The safety and efficacy of recently approved medications, including aclidinium, glycopyrronium, @DRUG$, and @DRUG$, are reviewed here.	0
0	Oocytes expressing LAT1-4F2hc or LAT2-4F2hc demonstrated enhanced uptake of [(14)C]MeHg when administered as the L-cysteine or @DRUG$,L-homocysteine complexes, but not when administered as the D-@DRUG$, N -acetyl-L-cysteine, penicillamine or GSH complexes.	oocyte expressing LAT1 - 4F2hc or LAT2 - 4F2 hc demo enhance uptake of [ ( 14 ) blow ] MeHg when administered as the L-cysteine or @DRUG$ , L-homocysteine complex , but not when administered as the D-@DRUG$ , N - acetyl - L-cysteine , penicillamine or GSH complex .	Oocytes expressing LAT1 - 4F2hc 4F2 LAT2 - or hc demonstrated complexes uptake of [ L-cysteine 14 ) or ] MeHg when administered as the L-cysteine or @DRUG$ , L-homocysteine enhanced , but not when administered as the D-@DRUG$ , N - acetyl - ( , penicillamine C complexes GSH .	Oocytes expressing LAT1 - 4F2hc LAT2 - 4F2 hc demonstrated enhanced uptake of [ ( 14 ) C ] MeHg when administered as the L-cysteine or , L-homocysteine complexes , but not when as the D-@DRUG$ , N - acetyl - L-cysteine , penicillamine or GSH complexes .	Oocytes expressing LAT1 - 4F2hc or LAT2 - 4F2 hc demonstrated enhanced uptake of [ ( 14 ) C ] MeHg when administered as the L-cysteine or @DRUG$ , L-homocysteine complexes , but not when administered as	1
0	@DRUG$ 4 to 8 @DRUG$ once daily significantly reduces supine systolic blood pressure (SBP) and diastolic blood pressure (DBP) from baseline values in hypertensive patients.	@DRUG$ four to 8 @DRUG$ once day by day significantly reduces resistless systolic blood pressure ( SBP ) and diastolic blood pressure ( DBP ) from baseline values in hypertensive patients .	@DRUG$ daily to 8 @DRUG$ blood 4 patients reduces supine systolic blood pressure ( SBP ) and diastolic once pressure ( DBP ) from baseline values in hypertensive significantly .	@DRUG$ 4 to 8 @DRUG$ once significantly reduces systolic blood pressure ( ) and diastolic blood pressure ( DBP ) from baseline values in hypertensive patients .	If you take @DRUG$ 4 to 8 times per day, it will significantly reduce your blood pressure from baseline values.	1
0	At 48 h, mean(s.@DRUG$.) portal venous @DRUG$ was 85(5) per cent of the systemic levels (253(80) compared with 296(90) mumol/ml, P less than 0.002).	astatine 48 h , mean ( s . @DRUG$ . ) vena portae venous @DRUG$ was 85 ( quintet ) per cent of the systemic levels ( 253 ( 80 ) compared with 296( 90 ) mumol / cubic centimetre , P less than 0.002 ) .	5 48 h , mean ( s . @DRUG$ . compared portal venous @DRUG$ was 85 of At ) per cent ( the systemic ml ( 253 ( 80 ) ) with 296( 90 ) mumol / levels , P less than 0.002 ) .	At 48 h , mean ( s . @DRUG$ . ) portal venous @DRUG$ was 85 ( 5 ) per cent of the systemic levels ( 253 ( 80 ) compared 296( 90 ) mumol / ml , P than 0.002 ) .	At 48 h, mean (s. @DRUG$.) portal venous @DRUG$ was 85 (5) per cent of the systemic levels (253 (80) compared with 296(90) mumol/ml, P less than 0.002).	0
0	Both produced similar initial rises in serum 25OHD over the first 3 d, but 25OHD continued to rise in the D(3)-treated subjects, peaking at 14 d, whereas serum 25OHD fell rapidly in the D(2)-treated subjects and was not different from baseline at 14 d. Area under the curve (AUC) to @DRUG$ 28 was 60.2 ng.d/ml (150.5 nmol.d/liter) for vitamin D(2) and 204.7 (511.8) for vitamin D(3) (@DRUG$ < 0.002).	Both produced similar initial rises in serum 25OHD over the for the first time 3 d , but 25OHD continued to arise in the D ( 3 ) - treated subjects , peaking at 14 d , whereas serum 25OHD cut down apace in the D ( 2 ) - treated subjects and was not unlike from service line at 14 d. surface area under the curve ( united self defense group of colombia ) to @DRUG$ xxviii was 60.2 ng.d / ml ( 150.5 nmol.d/ litre ) for vitamin D ( 2 ) and 204.7 ( 511.8 ) for vitamin D ( 3 ) ( @DRUG$ < 0.002 ) .	Both produced similar initial rises in serum 25OHD over whereas first 3 d , at 25OHD continued to rise in the D ( 3 not - treated subjects , peaking and 14 d , the serum ml fell rapidly in the D ( 2 but - treated subjects and ) ) 511.8 from 28 was 14 d. Area 60.2 the curve ( AUC ) to @DRUG$ baseline was under ng.d / 25OHD ( 150.5 nmol.d/ liter ) for vitamin D ( 2 ) at 204.7 ( different ) for vitamin D ( 3 ) ( @DRUG$ < 0.002 ) .	Both produced similar initial rises in 25OHD the 3 d , but 25OHD continued to rise in the D 3 ) - treated subjects , at 14 d , whereas serum 25OHD fell in the D ( 2 ) - treated subjects was not different from baseline at 14 d. Area under curve ( AUC ) to @DRUG$ 28 was 60.2 ng.d / ml ( 150.5 nmol.d/ liter ) vitamin D ( 2 ) and 204.7 ( 511.8 ) for vitamin D ( 3 ( @DRUG$ < 0.002 ) .	Both drugs produced similar initial rises in serum 25OHD over the first 3 days, but 25OHD continued to rise in the D3-treated subjects, peaking at 14 days, whereas serum 25OHD fell rapidly in the D2-treated subjects and was not different from baseline at 14	1
0	In 1997, the assay sensitivity for @DRUG$ in water was improved from 0.4 @DRUG$/L (ppm) to 4 microg/L (ppb).	indium 1997 , the try sensitivity for @DRUG$ in water was improved from 0.4 @DRUG$ / L ( ppm ) to 4 microg / L ( ppb ) .	In 1997 water the assay sensitivity for @DRUG$ in , was improved from 0.4 @DRUG$ / L ppm ( ) to 4 microg / L ( ppb ) .	In 1997 , the assay sensitivity for @DRUG$ water was improved 0.4 @DRUG$ / L ( ppm ) to 4 microg / L ( ppb ) .	The assay sensitivity for @DRUG$ in water was improved from 0.4 @DRUG$ / L ( ppm ) to 4 microg / L ( ppb ) .	0
0	In this study we have investigated the effects of increased intracellular levels of @DRUG$ on the antineoplastic action of @DRUG$ and the related antileukemic drug, cytosine arabinoside (ARA-C).	In this study we have investigated the effects of increase intracellular levels of @DRUG$ on the antineoplastic action of @DRUG$ and the related antileukemic drug , c arabinoside ( ARA - ascorbic acid ) .	In this study we have related the effects of arabinoside cytosine levels of @DRUG$ on the antineoplastic action of @DRUG$ and the investigated antileukemic drug , intracellular increased ( ARA - C ) .	In this study we have investigated the effects of increased intracellular levels of @DRUG$ on the antineoplastic action of @DRUG$ and the related antileukemic drug , cytosine arabinoside ( ARA - ) .	We found that increasing the levels of @DRUG$ in cells makes the antineoplastic (cancer-fighting) effects of @DRUG$ stronger, and also increases the effectiveness of the related antileukemic drug ARA-C.	0
0	@DRUG$ appears to be a safe and effective oral antibiotic for the treatment of pneumococcal pneumonia and other infections of the lower respiratory tract, and is as effective @DRUG$ erythromycin, doxycycline or cephradine.	@DRUG$ appears to be a safe and effective oral antibiotic drug for the treatment of pneumococcal pneumonia and other contagion of the lower respiratory nerve pathway , and is as effective @DRUG$ erythromycin , doxycycline or cephradine .	@DRUG$ appears and be a safe and effective oral antibiotic infections the treatment of pneumococcal pneumonia to other for of the lower is tract , and respiratory as effective @DRUG$ erythromycin , doxycycline or cephradine .	@DRUG$ appears to a safe and effective oral antibiotic for the treatment of pneumococcal pneumonia other infections of the lower respiratory tract , and is as effective @DRUG$ erythromycin , doxycycline or cephradine .	@DRUG$ is a safe and effective oral antibiotic for the treatment of pneumococcal pneumonia and other infections of the lower respiratory tract, and is as effective as erythromycin, doxycycline, or cephradine.	1
0	The lipophilicities of these nitrones were estimated by determining their partition coefficients in an @DRUG$/@DRUG$ system.	The lipophilicities of these nitrones were guess by determining their partition coefficients in an @DRUG$ / @DRUG$ system .	The lipophilicities of these nitrones were estimated by determining their coefficients partition in an @DRUG$ / @DRUG$ system .	The lipophilicities of these nitrones estimated by determining their coefficients in an @DRUG$ / @DRUG$ system .	The more lipophilic a molecule is, the more likely it is to partition into the @DRUG$ phase.	1
0	A third study compared a water-soluble formulation to a placebo; and in the fourth study a fat-soluble formulation of vitamin E was assessed against placebo.At one month, three months and six months, @DRUG$-soluble @DRUG$ significantly improved serum vitamin E levels compared with control: at one month, two studies, mean difference 17.66 (95% confidence interval 10.59 to 24.74); at three months, one study, mean difference 11.61 (95% confidence interval 4.77 to 18.45); and at six months, one study, mean difference 19.74 (95% confidence interval 13.48 to 26.00).	A third study compared a urine -soluble expression to a placebo ; and in the fourth study a fat-soluble expression of vitamin E was assessed against placebo . astatine one calendar month , threesome month and  month , @DRUG$ - soluble @DRUG$ significantly improved blood serum vitamin E spirit level compared with control : at one calendar month , two studies , think difference 17.66 ( 95 % confidence musical interval 10.59 to 24.74 ) ; at threesome month , one study , think difference 11.61 ( 95 % confidence musical interval 4.77 to 18.45 ) ; and at  month , one study , think difference 19.74 ( 95 % confidence musical interval 13.48 to 26.00 ) .	A third study compared a water -soluble formulation to a mean ; and in E fourth study a fat-soluble formulation of against the was , vitamin placebo . At one and month improved months and six months , @DRUG$ - soluble @DRUG$ significantly three serum , 13.48 levels compared with control : at one , , two studies months ) difference 17.66 ( 95 % confidence interval 10.59 to 24.74 mean ; at three months , one study assessed mean difference 11.61 ( 95 % confidence interval 4.77 to 18.45 ) ; month at six vitamin , one study , placebo difference 19.74 ( 95 % confidence interval E to 26.00 ) .	third study compared a water -soluble formulation to a placebo ; and in fourth study a fat-soluble formulation of vitamin E was assessed against placebo . At one , three months and six months , soluble @DRUG$ significantly improved serum vitamin E levels compared with control : at month two studies , mean difference 17.66 ( 95 % interval 10.59 to 24.74 ) ; at three months , one study , mean difference 11.61 95 % confidence interval 4.77 to 18.45 ) ; and at six months , one study , mean difference 19.74 ( 95 % confidence interval 13.48 to 26.00 ) .	A third study compared a water -soluble formulation to a placebo ; and in the fourth study a fat-soluble formulation of vitamin E was assessed against placebo . At one month , three months and six months , @DRUG$ - soluble @DRUG$ significantly improved serum vitamin E levels compared with control	0
0	In the last @DRUG$ years, @DRUG$ and pregabalin have been becoming dispensed broadly and sold on black markets, thereby, exposing millions to potential side-effects.	indiana the in conclusion @DRUG$ years , @DRUG$ and pregabalin have been becoming dispensed broadly and sold on black markets , thereby , exposing millions to potential side-effects .	In the last @DRUG$ years , @DRUG$ and pregabalin have been becoming dispensed broadly and millions on black markets thereby , , exposing sold to potential side-effects .	In the last @DRUG$ years , @DRUG$ and pregabalin have becoming dispensed broadly and sold on black , thereby , exposing to potential side-effects .	@DRUG$ and @DRUG$ have been becoming increasingly popular and more widely available, which has led to millions of people being exposed to potential side effects.	0
0	These data show that PDGF-@DRUG$ is overexpressed in mesangioproliferative states and can act @DRUG$ an auto-, para-, or even endocrine glomerular cell mitogen, indicating that antagonism of PDGF-D may represent a novel therapeutic approach to mesangioproliferative glomerulonephritides.	These datum show that PDGF - @DRUG$ is overexpressed in mesangioproliferative states and can act @DRUG$ an auto- , para- , or even ductless gland glomerular cadre mitogen , indicating that antagonism of PDGF - D may exemplify a novel therapeutic approach to mesangioproliferative glomerulonephritides .	show data These that PDGF - @DRUG$ is overexpressed and mesangioproliferative states in can act @DRUG$ an auto- , para- , or even endocrine glomerular cell mitogen , indicating that antagonism represent PDGF - approach may of a novel therapeutic D to mesangioproliferative glomerulonephritides .	These data show that PDGF - @DRUG$ overexpressed in mesangioproliferative states and can act @DRUG$ an , para- or even endocrine cell mitogen , indicating that antagonism of PDGF - may represent a novel therapeutic approach to mesangioproliferative glomerulonephritides .	@DRUG$ is overexpressed in mesangioproliferative states, and it can act as an auto-, para-, or even endocrine glomerular cell mitogen. This suggests that antagonism of PDGF-D may represent a novel therapeutic approach to mesangioproliferative	1
0	Exogenous administration of CCK-2 receptor agonists, such @DRUG$ @DRUG$-tetrapeptide and pentagastrin, provoke panic attacks in man.	exogenous administration of CCK - deuce receptor agonists , such @DRUG$ @DRUG$ - tetrapeptide and pentagastrin , provoke panic attacks in man .	Exogenous administration of - - 2 receptor , agonists such @DRUG$ @DRUG$ CCK tetrapeptide and pentagastrin , provoke panic attacks in man .	Exogenous administration of CCK - 2 receptor , such @DRUG$ @DRUG$ - tetrapeptide and pentagastrin , provoke panic attacks in man .	When you give people drugs that activate the CCK-2 receptor, it causes them to have panic attacks.	1
1	@DRUG$ (50 mg) completely abolished GH peaks in two of four subjects, whereas @DRUG$ (30 mg), phenobarbital (97 mg), diphenylhydantoin (90 mg), chlordiazepoxide (20 mg), and isocarboxazid (30 mg) did not inhibit GH peaks.	@DRUG$ (  atomic number  ) completely abolished GH peaks in two of  subjects , whereas @DRUG$ ( xxx atomic number  ) , phenobarbital ( 97 atomic number  ) , phenytoin ( 90 atomic number  ) , chlordiazepoxide ( 20 atomic number  ) , and isocarboxazid ( xxx atomic number  ) did not inhibit GH peaks .	@DRUG$ ( 30 mg ) completely abolished GH peaks , two of four subjects GH whereas @DRUG$ ( 30 mg ) in phenobarbital ( ( mg ) , diphenylhydantoin ( 90 mg ) , chlordiazepoxide ( 20 mg ) , ) isocarboxazid 97 50 mg and did not inhibit , peaks .	@DRUG$ 50 mg ) completely abolished GH peaks in two of four subjects whereas @DRUG$ ( 30 mg ) , phenobarbital ( 97 mg ) , diphenylhydantoin ( 90 mg ) , chlordiazepoxide ( 20 mg ) , and isocarboxazid ( 30 mg ) did not inhibit GH peaks .	@DRUG$ ( 50 mg ) completely abolished GH peaks in two of four subjects , whereas @DRUG$ ( 30 mg ) did not inhibit GH peaks .	0
1	A total of 45 patients with generalized anxiety disorder were treated twice daily for 2 weeks, on a double-blind basis, with 0.5 mg etizolam, 0.5 mg @DRUG$ or 3 mg @DRUG$, and symptoms were assessed using Hamilton's rating scale for anxiety and Hamilton's rating scale for depression.	A total of xlv patients with generalized anxiety disorder were hardened twice daily for 2 hebdomad , on a double - unreasoning basis , with 0.5 mg etizolam , 0.5 mg @DRUG$ or tierce mg @DRUG$ , and symptoms were assessed using Hamilton 's rating scale for anxiety and Hamilton 's rating scale for depression .	A double of 45 patients with generalized anxiety for were disorder twice daily for 2 weeks , on a total - blind basis , with 0.5 mg etizolam , 0.5 mg @DRUG$ or 3 mg @DRUG$ , symptoms and using assessed were Hamilton 's rating scale treated anxiety and Hamilton 's rating scale for depression .	total of 45 patients with generalized anxiety were treated twice daily for 2 weeks , on a double - basis , with 0.5 mg etizolam , 0.5 mg @DRUG$ or 3 mg @DRUG$ and symptoms were assessed using Hamilton 's rating scale for anxiety and Hamilton 's rating scale for depression .	@DRUG$ and @DRUG$ are both medications used to treat anxiety and depression. They are both effective in reducing symptoms, but DRUGA is slightly more effective than DRUGB.	0
1	The influence of mepiprazole (EMD 16,923), a new pyrazol-ylalkyl-@DRUG$ derivative, on the uptake of 3H-norepinephrine (NE), 3H-dopamine (DA), and 3H-serotonin (5-HT) into rat brain synaptosomes from cerebral cortex, corpus striatum, and hypothalamus was investigated in comparison with several psychotropic drugs, including oxypertine, d-amphetamine, imipramine, desipramine, @DRUG$, amitriptyline, and chlorpromazine in vitro.	The influence of mepiprazole ( EMD 16,923 ) , a new pyrazol- ylalkyl - @DRUG$ derivative , on the uptake of 3H - noradrenaline ( nor east ) , 3H - dopamine ( da ) , and 3H - serotonin ( quintet - HT ) into rat brain synaptosomes from cerebral cerebral mantle , corpus striatum , and hypothalamus was investigated in comparison with several psychoactive drugs , including oxypertine , d-amphetamine , imavate , desipramine , @DRUG$ , amitriptyline , and thorazine in vitro .	The influence of mepiprazole ( EMD 16,923 ) , a new NE ylalkyl - @DRUG$ derivative , on the uptake of corpus - norepinephrine d-amphetamine from ) , striatum - dopamine ( DA ) , and 3H - serotonin ( 5 - HT ) into psychotropic brain synaptosomes pyrazol- cerebral cortex , 3H 3H , and hypothalamus was investigated in comparison with , rat drugs , including oxypertine , ( , imipramine several desipramine , @DRUG$ , amitriptyline , and chlorpromazine in vitro .	The influence of mepiprazole ( 16,923 , a new pyrazol- ylalkyl - @DRUG$ derivative , on the uptake of 3H - norepinephrine ( NE ) , dopamine DA ) , and 3H - serotonin 5 - HT ) into rat synaptosomes from cerebral , corpus striatum and hypothalamus was investigated in comparison with several psychotropic drugs , including oxypertine , d-amphetamine , imipramine , , @DRUG$ , amitriptyline , and chlorpromazine vitro .	The new pyrazol- ylalkyl - @DRUG$ derivative mepiprazole ( EMD 16,923 ) inhibits the uptake of 3H - norepinephrine ( NE ) , 3H - dopamine ( DA ) , and 3H - serotonin ( 5 - HT	1
0	BACKGROUND: Although originally developed @DRUG$ a cytarabine analog more than 40 years ago, @DRUG$ has been the subject of renewed interest in the era of cancer epigenetics.	play down : Although originally developed @DRUG$ a cytarabine analog more than 40 years ago , @DRUG$ has been the subject of renewed pursuit in the era of genus cancer epigenetics .	BACKGROUND : Although originally developed @DRUG$ a cytarabine analog more 40 the years ago has @DRUG$ , been the subject of renewed interest in than era of cancer epigenetics .	BACKGROUND : Although developed @DRUG$ a analog more than 40 years ago @DRUG$ has been the subject of renewed interest in the era epigenetics .	@DRUG$ was originally developed more than 40 years ago, but @DRUG$ has been the subject of renewed interest in the era of cancer epigenetics.	0
0	After 30 min cats were sedated with an IM administration of @DRUG$ (0.02 @DRUG$/kg) and ketamine (5mg/kg).	After 30 min cats were tranquillise with an IM administration of @DRUG$ ( 0.02 @DRUG$ / kg ) and ketamine hydrochloride ( 5mg / kg ) .	After 30 were cats min sedated with an IM administration of @DRUG$ ( 0.02 @DRUG$ / kg ) and ketamine ( 5mg / kg ) .	After 30 min cats were sedated with an IM administration of @DRUG$ 0.02 @DRUG$ / kg ) and ketamine ( 5mg / kg ) .	After 30 minutes, cats were sedated with an injection of @DRUG$ (0.02 @DRUG$/kg) and ketamine (5mg/kg).	0
0	No effect on CYP1A was observed for @DRUG$, suramin, diethylcarbamazine, pyrimethamine, metrifonate, ivermectin, pyrantel artesunate, @DRUG$, atovaquone, melarsoprol, praziquantel, proguanil and dihydroartemisinin.	no burden on CYP1A was keep for @DRUG$ , suramin , diethylcarbamazine , pyrimethamine , metrifonate , ivermectin , pyrantel artesunate , @DRUG$ , atovaquone , melarsoprol , praziquantel , proguanil and dihydroartemisinin .	No effect on CYP1A was observed suramin @DRUG$ , for , diethylcarbamazine praziquantel pyrimethamine , metrifonate , ivermectin , pyrantel artesunate , @DRUG$ , atovaquone , melarsoprol , , , proguanil and dihydroartemisinin .	No effect CYP1A was observed for @DRUG$ , suramin , , pyrimethamine , metrifonate , ivermectin , pyrantel artesunate , @DRUG$ , atovaquone , , praziquantel , proguanil and .	No effect on CYP1A was observed for @DRUG$, suramin, diethylcarbamazine, pyrimethamine, metrifonate, ivermectin, pyrantel, artesunate, @DRUG$, atovaquone	0
0	Mean M/@DRUG$ values of 1.93 and 1.64 were calculated for sertraline and @DRUG$ respectively.	Mean M/@DRUG$ values of 1.93 and 1.64 were forecast for sertraline and @DRUG$ respectively .	Mean M/@DRUG$ values respectively 1.93 and 1.64 were calculated for sertraline and @DRUG$ of .	Mean values of 1.93 and 1.64 were calculated for sertraline and @DRUG$ respectively .	For every 1.93 units of sertraline, there is 1.64 units of @DRUG$.	1
0	Azelastine N-demethylase activity in microsomes from twelve human livers was significantly correlated with @DRUG$ 6beta-hydroxylase activity (r = 0.849, @DRUG$<.0005).	Azelastine N-demethylase activity in microsomes from  human being livers was significantly correlated with @DRUG$ 6beta-hydroxylase activity ( r = 0.849 , @DRUG$ <.0005 ) .	Azelastine N-demethylase , in microsomes from twelve human livers was ) correlated with @DRUG$ 6beta-hydroxylase activity ( r = 0.849 activity @DRUG$ <.0005 significantly .	Azelastine N-demethylase activity in microsomes from twelve human livers was significantly correlated with @DRUG$ 6beta-hydroxylase activity ( = , @DRUG$ ) .	Azelastine N-demethylase activity in microsomes from twelve human livers was significantly correlated with @DRUG$ 6beta-hydroxylase activity ( r = 0.849 , @DRUG$ <.0005 ) ."This means that azelastine	0
0	@DRUG$ is a loop diuretic which is about 6 times @DRUG$ potent as frusemide (furosemide).	@DRUG$ is a loop diuretic which is about 6 times @DRUG$ potent as frusemide ( lasix ) .	@DRUG$ is a loop diuretic which is about 6 times @DRUG$ potent furosemide frusemide ( as ) .	@DRUG$ is a loop diuretic which is about 6 times @DRUG$ potent as frusemide ( furosemide ) .	@DRUG$ is six times more potent than @DRUG$.	0
0	Another objective of the present study was to determine the influence of several parameters on aluminum citrate absorption: with or without 0.1 mmol @DRUG$/L, with aluminum concentration from 3.2, 16, 32, and 48, to 64 mmol/L, media containing 0, 3, or 6 mmol Ca/@DRUG$, with or without phosphorus or glucose.	some other object of the present analyse was to determine the influence of several parameters on aluminum citrate immersion : with or without 0.1 mmol @DRUG$ / L , with aluminum concentration from 3.2 , 16 , 32 , and 48 , to 64 mmol / L , media containing zero , triplet , or 6 mmol Ca / @DRUG$ , with or without phosphorus or glucose .	the objective of the present mmol was to determine containing influence of several / on aluminum / absorption : with or without 0.1 or @DRUG$ citrate L , with aluminum concentration from 3.2 , 16 , 32 , and 48 , to 64 mmol / L , media Another 0 , 3 , or 6 mmol Ca parameters @DRUG$ , with study without phosphorus or glucose .	Another objective of the present study was to determine the influence of parameters aluminum citrate absorption : with or without 0.1 mmol @DRUG$ / L , with aluminum concentration from 3.2 , 16 , 32 , and 48 to 64 mmol / L , media containing 0 , 3 , or 6 mmol Ca / @DRUG$ , with or without phosphorus or	The study found that aluminum absorption was increased when @DRUG$ was present in the media, regardless of the aluminum concentration or the presence of other nutrients.	1
1	In 16 HLMs, a significant correlation was observed between @DRUG$ glucuronidation and both morphine 3-OH glucuronidation (r = 0.966, p < 0.0001) and flurbiprofen glucuronidation (r = 0.937, p < 0.0001), two reactions mainly catalyzed by UGT2B7, whereas no significant correlation was observed between gemfibrozil glucuronidation and either @DRUG$ 3beta-glucuronidation and propofol glucuronidation, two reactions catalyzed by UGT1A1 and UGT1A9, respectively.	inch 16 HLMs , a significant correlational statistics was observed between @DRUG$ glucuronidation and both morphine trinity - OH glucuronidation ( r = 0.966 , p < 0.0001 ) and ansaid glucuronidation ( r = 0.937 , p < 0.0001 ) , two reaction mainly catalyze by UGT2B7 , whereas no significant correlational statistics was observed between gemfibrozil glucuronidation and either @DRUG$ 3beta-glucuronidation and propofol glucuronidation , two reaction catalyze by UGT1A1 and UGT1A9 , severally .	, 16 HLMs was a significant correlation , observed between @DRUG$ glucuronidation and both morphine 3 - OH glucuronidation ) reactions = 0.966 , p flurbiprofen 0.0001 ) and < glucuronidation ( r = 0.937 , p < 0.0001 ( , In reactions mainly catalyzed by UGT2B7 , whereas no significant correlation was observed between gemfibrozil glucuronidation and either @DRUG$ 3beta-glucuronidation and propofol glucuronidation two two r catalyzed by UGT1A1 and UGT1A9 , respectively .	In 16 HLMs , a significant was observed between @DRUG$ glucuronidation and both morphine 3 - OH glucuronidation ( r = 0.966 , p < 0.0001 ) and flurbiprofen glucuronidation ( r = 0.937 , p < ) , two reactions mainly catalyzed by UGT2B7 whereas no significant correlation was observed between gemfibrozil glucuronidation and either @DRUG$ 3beta-glucuronidation and propofol glucuronidation , two reactions catalyzed by UGT1A1 and UGT1A9 , respectively .	There is a significant correlation between @DRUG$ glucuronidation and both morphine 3 - OH glucuronidation and flurbiprofen glucuronidation , two reactions mainly catalyzed by UGT2B7 . However, there is no significant correlation between gemfibrozil glucuronidation	1
0	One family of aminoglycosides includes such compounds @DRUG$ butirosin, @DRUG$, neomycin, and kanamycin, amongst others.	 syndicate of aminoglycosides includes such compounds @DRUG$ butirosin , @DRUG$ , neomycin , and kanamycin , amongst others .	One family , aminoglycosides includes such compounds @DRUG$ butirosin , @DRUG$ , neomycin of kanamycin and , amongst others .	family of aminoglycosides such compounds @DRUG$ butirosin , @DRUG$ , neomycin , and , others	One family of aminoglycosides includes such compounds @DRUG$ butirosin and @DRUG$ neomycin and kanamycin , amongst others .	0
0	Three triple-drug combination medications have also been introduced recently: Exforge HCT (amlodipine/@DRUG$/HCTZ), Tribenzor (olmesartan/amlodipine/HCTZ), and Amturnide (aliskiren/@DRUG$/hydrocholorothiazide).	leash triple- drug compounding medicinal drug have also been bring out recently : Exforge HCT ( amlodipine / @DRUG$ / HCTZ ) , Tribenzor ( olmesartan / amlodipine / HCTZ ) , and Amturnide ( aliskiren / @DRUG$ / hydrocholorothiazide ) .	) triple- drug Three medications have also been introduced recently : Exforge HCT ( amlodipine / @DRUG$ / HCTZ combination , Tribenzor ( olmesartan / / amlodipine HCTZ ) , and Amturnide / aliskiren ( @DRUG$ / hydrocholorothiazide ) .	Three drug combination medications also been introduced recently : Exforge HCT ( amlodipine / @DRUG$ / HCTZ , Tribenzor ( olmesartan / amlodipine / HCTZ ) , Amturnide ( aliskiren / @DRUG$ / hydrocholorothiazide )	Amlodipine is a component of all three triple-drug combination medications.	1
1	In adults with IDO, propiverine demonstrated similar efficacy to that of other antimuscarinic agents (including @DRUG$, tolterodine, oxybutynin and imidafenacin) and, in adults with NDO, propiverine and @DRUG$ demonstrated similar efficacy.	indium adults with IDO , propiverine demonstrated interchangeable efficacy to that of other antimuscarinic agents ( include @DRUG$ , tolterodine , oxybutynin and imidafenacin ) and , in adults with NDO , propiverine and @DRUG$ demonstrated interchangeable efficacy .	In adults other IDO , propiverine demonstrated with efficacy to that of with antimuscarinic agents ( including @DRUG$ in tolterodine , oxybutynin and imidafenacin ) and , , adults similar NDO , propiverine and @DRUG$ demonstrated similar efficacy .	In adults with IDO , propiverine demonstrated similar efficacy to that of other agents ( including @DRUG$ , tolterodine , oxybutynin and imidafenacin ) and , in adults with NDO , propiverine and @DRUG$ demonstrated similar efficacy .	In adults with IDO, propiverine demonstrated similar efficacy to that of other antimuscarinic agents (including @DRUG$, tolterodine, oxybutynin and imidafenacin) and, in adults with NDO, propiverine and @DRUG$	0
0	The recommended dosage of entacapone is 200 mg administered orally with each dose of @DRUG$/@DRUG$, up to a maximum of eight doses per day.	The recommended dosage of entacapone is 200 mg administered orally with each dose of @DRUG$ / @DRUG$ , up to a level best of eight std per day .	The recommended dosage of entacapone is day mg administered orally with each dose of @DRUG$ / @DRUG$ up , to a maximum of eight doses per 200 .	recommended dosage of entacapone is 200 mg administered orally each dose of @DRUG$ / @DRUG$ , up to a maximum of eight doses per day .	Take 200 mg of entacapone orally with each dose of @DRUG$ / @DRUG$ .	0
0	By August 2001, GTI-2040 was undergoing a phase II trial as a monotherapy for the potential treatment of renal cell carcinoma, and was about to enter a phase II combination study for this indication with @DRUG$ (Hoffmann-@DRUG$ Roche).	aside august 2001 , GTI - 2040 was undergoing a phase II run as a monotherapy for the potential treatment of nephritic cell carcinoma , and was about to enter a phase II combination study for this indication with @DRUG$ ( Hoffmann - @DRUG$ Roche ) .	By August 2001 , GTI - 2040 was undergoing a phase II trial indication a monotherapy treatment the potential for was renal ) carcinoma , and of about to enter a phase II combination study for this as with @DRUG$ ( Hoffmann - @DRUG$ Roche cell .	By August , - 2040 was undergoing a II trial a monotherapy for the potential treatment of renal cell carcinoma , and was about to enter II combination study for this indication with @DRUG$ Hoffmann - @DRUG$ ) .	GTI-2040 was undergoing a phase II trial as a monotherapy for the potential treatment of renal cell carcinoma, and was about to enter a phase II combination study for this indication with @DRUG$ (Hoffmann-@DRUG$ Roche).	0
0	Use of @DRUG$ @DRUG$ a host plant offers not only attractive features of safe production in seeds but also self-containment of foreign genes, as rice is primarily a self-pollinated crop plant.	Use of @DRUG$ @DRUG$ a host plant offers not only attractive feature article of dependable production in semen but also self-containment of foreign genes , as rice is primarily a self-pollinated crop plant .	offers of @DRUG$ @DRUG$ a host plant of not rice attractive features Use safe production in seeds but also self-containment of foreign genes , as only is primarily a self-pollinated crop plant .	Use of @DRUG$ @DRUG$ a host plant offers not only attractive features of safe production in seeds but also self-containment of foreign genes , as rice is primarily a self-pollinated crop plant .	The use of @DRUG$ @DRUG$ in a host plant offers attractive features such as safe production in seeds and self-containment of foreign genes .	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; @DRUG$, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, @DRUG$; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This come forth focuses on the stick to excerpt of do drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; @DRUG$ , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( touch off ) , duloxetine hydrochloride , @DRUG$ ; Ecogramostim , efalizumab , ertapenem na , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( homo ) ; hMaxi -K , homo papillomavirus vaccinum ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , irofulven , iodin - 1018 ; Lasofoxifene tartrate , brocadopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce group b , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort pull , sunitinib malate ; cialis , tanaproget , taxus , tiotropium banality , treprostinil na ; bextra , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses alfa the following selection of drugs : AAV / NGFbeta , aprepitant , aripiprazole doxorubicin atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , , - 214662 , hydrate , bosentan ; Calcipotriol / betamethasone dipropionate cetuximab CEA-TRICOM , , , ciclesonide - clofarabine , , ; @DRUG$ , darbepoetin alfa efalizumab darifenacin hydrobromide , desloratadine BMS Dexamet , drospirenone , drospirenone - ethinylestradiol , drotrecogin human ( activated ) , duloxetine hydrochloride , @DRUG$ ; Ecogramostim , , , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( on ) ; hMaxi -K , human papillomavirus vaccine Zileuton Imatinib ISS , indiplon , iodine carbidopa liposomal ) tositumomab , i131 , Valdecoxib , 1018 ; Lasofoxifene St. , levodopa / ( / entacapone , irofulven , ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase Cypher rimonabant hydrochloride ; Satraplatin , tartrate , Wort extract , sunitinib malate ; Tadalafil John's tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; mesylate , vardenafil hydrochloride bortezomib ; Ximelagatran ; ; .	This issue focuses on the following selection of drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; @DRUG$ darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / , drotrecogin alfa ( activated , duloxetine hydrochloride , @DRUG$ ; Ecogramostim , , ertapenem sodium , escitalopram oxalate , ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi human papillomavirus ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - b phVEGF - A165 , pimecrolimus , acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
1	In comparative studies, @DRUG$ sequential therapy was as effective as amoxicillin/ clavulanic acid sequential therapy and full courses of parenteral cefuroxime, @DRUG$ or cefoperazone.	indiana comparative studies , @DRUG$ sequential therapy was as effective as amoxicillin / clavulanic acid sequential therapy and fully courses of parenteral cefuroxime , @DRUG$ or cefoperazone .	In as studies , @DRUG$ sequential therapy was comparative effective cefoperazone amoxicillin / clavulanic acid sequential therapy and full courses of parenteral cefuroxime , @DRUG$ or as .	In comparative , @DRUG$ sequential therapy was as effective as / clavulanic sequential therapy and full courses of parenteral cefuroxime , @DRUG$ or cefoperazone .	@DRUG$ is as effective as @DRUG$ in comparative studies.	0
0	@DRUG$ was not detected in urine; six metabolites were identified accounting for an average of 86% of the urinary radioactivity, with 5-glucuronyloxy dexlansoprazole, 5-glucuronyloxy dexlansoprazole sulfide, 2-S-N-acetylcysteinyl @DRUG$ and 5-sulfonyloxy dexlansoprazole sulfide being the primary metabolites.	@DRUG$ was not detected in weewee ; six metabolite were identified accounting for an average of 86 % of the urinary radioactivity , with fin - glucuronyloxy dexlansoprazole , fin - glucuronyloxy dexlansoprazole sulfide ,  - S-N-acetylcysteinyl @DRUG$ and fin - sulfonyloxy dexlansoprazole sulfide being the primary election metabolite .	@DRUG$ was not detected in urine ; six metabolites were identified accounting urinary an average of 2 % of the for radioactivity , with 5 - glucuronyloxy dexlansoprazole 5 5 , glucuronyloxy dexlansoprazole sulfide , 86 - S-N-acetylcysteinyl @DRUG$ and - - sulfonyloxy dexlansoprazole sulfide being the primary metabolites .	@DRUG$ not detected in ; six metabolites were identified accounting for an average 86 % of the urinary radioactivity , with 5 - glucuronyloxy dexlansoprazole , 5 - glucuronyloxy dexlansoprazole sulfide , 2 - S-N-acetylcysteinyl @DRUG$ 5 - sulfonyloxy dexlansoprazole sulfide being the primary metabolites .	@DRUG$ was not detected in urine ; six metabolites were identified accounting for an average of 86 % of the urinary radioactivity , with 5 - glucuronyloxy dexlansoprazole , 5 - glucuronyloxy dexlansoprazole sulfide , 2 - S	1
0	@DRUG$ binds potently to the alpha2-delta subunit of @DRUG$ channels, resulting in a reduction in the release of several neurotransmitters, including glutamate, noradrenaline, serotonin, dopamine, and substance P.	@DRUG$ binds potently to the alpha2 - delta subunit of @DRUG$ channels , resulting in a reduction in the outlet of several neurotransmitters , including glutamate , noradrenaline ,  hydroxytryptamine , dopamine , and substance atomic number  .	@DRUG$ binds potently to the alpha2 - delta subunit of @DRUG$ channels , resulting in a reduction in release the of several neurotransmitters , including substance , noradrenaline , , , dopamine serotonin and glutamate P .	@DRUG$ binds potently to the alpha2 - delta subunit of @DRUG$ channels , resulting in a reduction the release of several neurotransmitters , including glutamate , noradrenaline , serotonin , dopamine , and substance P .	@DRUG$ binds to the alpha2 - delta subunit of @DRUG$ channels, which reduces the release of several neurotransmitters, including glutamate, noradrenaline, serotonin, dopamine, and substance P.	0
0	Furthermore, the acquisition by rats of a place-learning task in a water maze was not affected by tiapride (over the range 3-30 mg/kg, ip), whereas haloperidol (MED = 0.25 @DRUG$/kg, ip) and @DRUG$ (MED = 0.03 mg/kg, ip) impaired performance.	Furthermore , the acquisition by so and so of a place- learning task in a water maze was not touch by tiapride ( over the range 3- xxx mg / kg , information processing ) , whereas haloperidol ( MED = 0.25 @DRUG$ / kg , information processing ) and @DRUG$ ( MED = 0.03 mg / kg , information processing ) mar functioning .	over , the acquisition by rats of a place- learning task in , maze water was not affected by tiapride ( Furthermore the range 3- 30 mg / kg , ip ( , whereas haloperidol ) ip = 0.25 @DRUG$ / kg , MED ) and @DRUG$ ( MED mg 0.03 = / kg a ip ) impaired performance .	Furthermore , the by rats of a place- learning task in a water maze was not affected by tiapride ( over the range 3- 30 mg / kg , ip ) , whereas haloperidol ( MED 0.25 @DRUG$ / kg , ip ) and @DRUG$ ( MED = 0.03 mg / kg , ip ) impaired .	Haloperidol (MED = 0.25 @DRUG$/kg, ip) and @DRUG$ (MED = 0.03 mg/kg, ip) impaired performance.	0
1	CONCLUSIONS: The recommended dose for future study in patients with advanced gastrointestinal cancer is 10.0/1.0 mg/m(2) oral eniluracil/@DRUG$ twice daily for 14 days in combination with @DRUG$ 130 mg/m(2) on the first day of each treatment cycle.	termination : The recommended dose for future study in patients with modern gastrointestinal cancer is 10.0/1.0 mg / m( 2 ) viva voce eniluracil / @DRUG$ twice daily for 14 days in combination with @DRUG$ 130 mg / m( 2 ) on the st day of each treatment cycle .	CONCLUSIONS : The recommended dose day future study in first with advanced gastrointestinal cancer is 10.0/1.0 mg / m( 2 ) 2 eniluracil / @DRUG$ twice daily for 14 days in combination with @DRUG$ 130 mg / m( oral ) on each patients for of the treatment cycle .	CONCLUSIONS : The recommended dose for future with advanced gastrointestinal cancer is 10.0/1.0 mg / m( 2 ) oral eniluracil / @DRUG$ twice daily for 14 days in combination with @DRUG$ 130 mg / m( 2 ) on the first day of each treatment cycle .	The recommended dose for future study in patients with advanced gastrointestinal cancer is 10.0/1.0 mg / m( 2 ) oral eniluracil / @DRUG$ twice daily for 14 days in combination with @DRUG$ 130 mg / m( 2 ) on the first day of each	0
0	EXPERIMENTAL DESIGN: Thirty-eight patients with advanced solid tumors received @DRUG$ at doses of 9 to 300 mg/m(2), @DRUG$ a 1- or 3-h i.v. infusion on days 1 to 5, repeated every 3 weeks.	EXPERIMENTAL designing : Thirty - eight affected role with advanced solid tumors received @DRUG$ at doses of 9 to 300 mg / m ( 2 ) , @DRUG$ a 1 - or 3 - h i.v. infusion on years 1 to 5 , recur every 3 weeks .	at DESIGN : Thirty - with patients eight advanced solid tumors received @DRUG$ EXPERIMENTAL doses of 9 to infusion mg / m ( repeated ) , @DRUG$ a 1 - or 3 - h i.v. 300 on days 1 to 5 , 2 every 3 weeks .	: Thirty - patients with advanced solid tumors received @DRUG$ at doses of 9 to 300 mg / m ( 2 ) , @DRUG$ a 1 - 3 i.v. infusion on days 1 to 5 , repeated every 3 weeks .	Thirty-eight patients with advanced solid tumors received @DRUG$ at doses of 9 to 300 mg/m2, @DRUG$ a 1- or 3-h i.v. infusion on days 1 to 5, repeated every 3 weeks.	0
0	The single-channel currents observed for @DRUG$, @DRUG$ and their methyl derivatives were blocked by alpha-bungarotoxin, methyllycaconitine and mecamylamine, in contrast to previously reported studies on neuronal and adult muscle nicotinic acetylcholine receptors.	The single- channel current note for @DRUG$ , @DRUG$ and their methyl derivatives were blocked by alpha-bungarotoxin , methyllycaconitine and mecamylamine , in contrast to previously reported studies on neural and adult muscle nicotinic acetylcholine receptors .	The single- channel currents observed were @DRUG$ , @DRUG$ and their methyl derivatives for blocked by previously , methyllycaconitine and mecamylamine , in reported to alpha-bungarotoxin contrast studies on neuronal and adult muscle nicotinic acetylcholine receptors .	The single- channel currents for @DRUG$ , @DRUG$ and their methyl derivatives blocked by alpha-bungarotoxin , methyllycaconitine and mecamylamine , in contrast previously reported studies on neuronal and muscle nicotinic acetylcholine receptors .	The single- channel currents observed for @DRUG$ and @DRUG$ were blocked by alpha-bungarotoxin, methyllycaconitine and mecamylamine, in contrast to previously reported studies on neuronal and adult muscle nicotinic acetylcholine receptors.	0
1	These findings suggest that stimulation of central @DRUG$ release and/or inhibition of 5-HT reuptake play a pivotal role in both the hyperlocomotor and hypothermic effects of @DRUG$, which are mediated in part via 5-HT1B and 5-HT1A receptors.	These findings evoke that stimulation of central @DRUG$ release and / or prohibition of 5 - HT re uptake play a polar role in both the hyperlocomotor and hypothermic effects of @DRUG$ , which are mediated in part via 5 - HT1B and 5 - HT1A receptors .	These findings suggest that stimulation of central @DRUG$ release and hypothermic / inhibition of 5 - HT a play reuptake pivotal role in both the hyperlocomotor and of effects or @DRUG$ , which are mediated in part via 5 - HT1B and 5 - HT1A receptors .	These suggest that stimulation of central @DRUG$ release and / or inhibition of 5 - HT reuptake play a pivotal role in the hyperlocomotor and hypothermic effects of @DRUG$ , which are mediated part 5 - HT1B and 5 - HT1A receptors .	@DRUG$ stimulates the release of @DRUG$ in the brain, and this in turn causes the hyperlocomotor and hypothermic effects of DRUGB . These effects are mediated in part by the 5 - HT1B and 5 - HT1A receptors .	0
0	OBJECTIVE: To review the clinical microbiology and therapeutic use of dirithromycin, emphasizing comparative data between dirithromycin and the standard macrolide erythromycin, @DRUG$ well as @DRUG$ and azithromycin.	OBJECTIVE : To go over the clinical microbiology and alterative use of dirithromycin , emphasizing comparative information between dirithromycin and the standard macrolide erythromycin , @DRUG$ well as @DRUG$ and azithromycin .	OBJECTIVE : To review and clinical the and therapeutic dirithromycin of use , emphasizing comparative data between dirithromycin microbiology the standard macrolide erythromycin , @DRUG$ well as @DRUG$ and azithromycin .	OBJECTIVE : To review clinical microbiology therapeutic use of dirithromycin , emphasizing comparative data between dirithromycin and standard macrolide erythromycin , @DRUG$ well as @DRUG$ and azithromycin .	Dirithromycin is a drug that is used to treat infections. It is a type of macrolide antibiotic, which is a type of antibiotic that is used to treat a wide variety of infections. Dirithromycin is similar to erythromycin, which is the standard macrol	1
0	The clinical implications of the presence of SS-R in tumors are manyfold: (1) @DRUG$ a predictive marker for efficient therapy with @DRUG$ in pituitary and GEP tumors; (2) as a diagnostic marker: for pathobiochemical classification of tumors, using in vitro detection methods; for clinical evaluation using in vivo scanning techniques; (3) as a prognostic marker; and (4) as a potential radiotherapeutic target.	The clinical deduction of the presence of SS - R in tumor are manyfold : ( 1 ) @DRUG$ a prognosticative marker for effective therapy with @DRUG$ in hypophysis and GEP tumor ; ( two ) as a symptomatic marker : for pathobiochemical classification of tumor , using in vitro detection methods ; for clinical evaluation using in vivo scan techniques ; ( 3 ) as a prognostic marker ; and ( 4 ) as a potential radiotherapeutic target .	The clinical implications of in presence of SS - R in tumors are manyfold : ( 1 ) @DRUG$ marker predictive marker ) efficient therapy with @DRUG$ the pituitary and GEP tumors ; ( 2 pathobiochemical as a ( marker : for for classification for tumors , using in vitro detection methods target of clinical diagnostic using in vivo scanning techniques ; evaluation 3 ) as a prognostic a ; and ( 4 ) as a potential radiotherapeutic ; .	The clinical implications of the presence of SS R in tumors are manyfold : ( 1 @DRUG$ a predictive marker for efficient therapy with @DRUG$ in pituitary and tumors ; ( 2 ) as a diagnostic marker : for pathobiochemical classification of tumors using in vitro detection methods ; for clinical evaluation using in vivo scanning ; ( 3 ) as prognostic marker ; and ( 4 ) as potential radiotherapeutic target .	1) @DRUG$ is a predictive marker for efficient therapy with @DRUG$ in pituitary and GEP tumors.2) As a diagnostic marker, DRUGA can be used to detect tumors and to classify them pathobiochemically.3) As a prognostic	0
1	Unlike @DRUG$, @DRUG$ does not trigger histamine release.	different @DRUG$ , @DRUG$ does not trigger histamine release .	Unlike @DRUG$ histamine @DRUG$ does not trigger , release .	Unlike @DRUG$ , @DRUG$ does not trigger histamine release .	@DRUG$ does not trigger histamine release, while @DRUG$ does.	0
0	@DRUG$ cleared blood cultures @DRUG$ quickly as amphotericin B/fluconazole (median time to negative blood culture, 2.0 days).	@DRUG$ cleared blood cultures @DRUG$ quickly as amphotericin B /fluconazole ( median time to blackball blood finish , 2.0 days ) .	@DRUG$ cleared blood cultures @DRUG$ quickly as amphotericin time /fluconazole ( median days to negative blood culture , 2.0 B ) .	@DRUG$ cleared blood cultures @DRUG$ quickly as amphotericin B /fluconazole time to negative blood culture , 2.0 days ) .	@DRUG$ cleared blood cultures @DRUG$ quickly as amphotericin B /fluconazole ( median time to negative blood culture , 2.0 days ) ."DRUGA is more effective than DRUGB at clearing blood cultures.	0
0	Ghanaian individuals ( n=93) with lymphatic filariasis and a minimum microfilaremia of 40 microfilariae/ml were included in a treatment study consisting of four arms: (1) doxycycline 200 mg/day for 6 weeks; (2) @DRUG$ as in (1), followed by a single dose of ivermectin after 4 months; (3) ivermectin only; or (4) no treatment during observation period of 1 year (@DRUG$ at the end of the study).	Ghanaian individuals ( n=93 ) with lymphatic filariasis and a minimum microfilaremia of 40 microfilariae / cubic centimetre were included in a treatment bailiwick consisting of four weapons system : ( i ) vibramycin 200 atomic number  / twenty four hour period for 6 workweek ; ( 2 ) @DRUG$ as in ( i ) , followed by a single dose of ivermectin after 4 months ; ( 3 ) ivermectin only ; or ( 4 ) no treatment during observation period of i year ( @DRUG$ at the end of the bailiwick ) .	Ghanaian individuals as n=93 ) with lymphatic filariasis and a minimum microfilaremia ( 40 microfilariae / ml were included in ) treatment ( consisting of four arms : ( 1 ) doxycycline 200 mg / by for 6 weeks ; ( 2 ) @DRUG$ in study of 1 a , followed day a single dose of ivermectin after 4 months no ( 3 ) ivermectin only ; or ( 4 ) ; treatment during observation study of 1 year ( @DRUG$ at the end of the period ) .	Ghanaian individuals ( n=93 ) with lymphatic filariasis a microfilaremia of 40 microfilariae / ml were included in a treatment study consisting of four arms : ( 1 ) doxycycline 200 mg day for 6 weeks ; ( 2 ) @DRUG$ as ( 1 , followed by a single dose of ivermectin after 4 months ; ( 3 ) ivermectin only ; ( 4 ) no treatment during observation period of 1 @DRUG$ at the end of the study ) .	Ghanaian individuals ( n=93 ) with lymphatic filariasis and a minimum microfilaremia of 40 microfilariae / ml were included in a treatment study consisting of four arms : ( 1 ) doxycycline 200 mg / day for 6 weeks ; ( 2 ) DR	1
0	Eserine strongly inhibited the activity at 1 x 10(-4) @DRUG$. HgCl2 decreased the activity to about 40% at a concentration of 1 x 10(-4) M. FeCl3, CaCl2, MgCl2, and EDTA had little effect on the hydrolysis of @DRUG$, whereas NaF slightly increased the activity to 118%.	Eserine powerfully inhibit the activity at 1 x  ( - 4 ) @DRUG$ . HgCl2 fall the activity to about twoscore % at a concentration of 1 x  ( - 4 ) M. FeCl3 , CaCl2 , MgCl2 , and EDTA had little effect on the hydrolysis of @DRUG$ , whereas NaF somewhat increased the activity to 118 % .	Eserine slightly inhibited the activity at ) x 10 hydrolysis - 4 1 @DRUG$ . to decreased the activity to about 40 % at a concentration of 1 x , ( - 4 ) activity FeCl3 , CaCl2 10 MgCl2 , and EDTA had little effect on the ( of @DRUG$ , whereas NaF strongly increased the M. HgCl2 118 % .	Eserine strongly inhibited the activity at 1 x 10 ( - 4 ) @DRUG$ . HgCl2 decreased the activity to 40 % at a concentration of 1 x 10 ( - ) FeCl3 , , MgCl2 , and EDTA had little effect on the hydrolysis of @DRUG$ , whereas NaF slightly increased to 118 % .	Eserine strongly inhibited the activity at 1 x 10 ( - 4 ) @DRUG$ . HgCl2 decreased the activity to about 40 % at a concentration of 1 x 10 ( - 4 ) M. FeCl3 , CaCl2 , MgCl2 , and EDTA had	1
1	The deer immobilized with xylazine/@DRUG$/zolazepam had significantly higher lactate and cortisol values than the deer immobilized with the @DRUG$ combination.	The deer immobilized with xylazine / @DRUG$ / zolazepam had significantly higher wet nurse and hydrocortisone values than the deer immobilized with the @DRUG$ combination .	The deer immobilized with xylazine / @DRUG$ higher with had significantly / lactate and cortisol values than the deer immobilized zolazepam the @DRUG$ combination .	The deer immobilized with xylazine / @DRUG$ / zolazepam had significantly higher lactate and cortisol values than the deer immobilized with the @DRUG$ combination .	The deer immobilized with xylazine / @DRUG$ / zolazepam had significantly higher lactate and cortisol values than the deer immobilized with the @DRUG$ combination ."In other words, the deer immobilized with the DRUGA combination had significantly higher lactate and	0
0	The antiresorptive effects of the @DRUG$-containing BPs (including alendronate, @DRUG$, ibandronate, and zoledronate) appear to result from their inhibition of the enzyme farnesyl pyrophosphate synthase (FPPS) in osteoclasts.	The antiresorptive effects of the @DRUG$ - containing BPs ( let in alendronate , @DRUG$ , ibandronate , and zoledronate ) appear to upshot from their suppression of the enzyme farnesyl pyrophosphate synthase ( FPPS ) in osteoclasts .	The antiresorptive the of the @DRUG$ in containing BPs ( including alendronate , @DRUG$ , ibandronate , and zoledronate result appear to ) from their inhibition of effects enzyme farnesyl pyrophosphate synthase ( FPPS ) - osteoclasts .	The antiresorptive effects of the @DRUG$ - containing BPs ( including alendronate , @DRUG$ , ibandronate , and ) appear to result from their inhibition of the enzyme farnesyl synthase ( ) in osteoclasts .	The antiresorptive effects of the @DRUG$ - containing BPs ( including alendronate, ibandronate, and zoledronate ) appear to result from their inhibition of the enzyme farnesyl pyrophosphate synthase ( FPPS ) in osteoclasts .	1
0	CONCLUSIONS: Our results suggest that although perospirone seems to be a well tolerated treatment, @DRUG$ does not reduce PANSS score @DRUG$ much as other SGAs.	CONCLUSIONS : Our results suggest that although perospirone seem to be a well tolerated treatment , @DRUG$ does not reduce PANSS hit @DRUG$ much as other SGAs .	CONCLUSIONS : Our results suggest as other perospirone seems to be a well tolerated treatment , @DRUG$ does not reduce PANSS score @DRUG$ much that although SGAs .	CONCLUSIONS : Our results suggest that although perospirone seems to be well treatment , @DRUG$ does not reduce PANSS score @DRUG$ much as other SGAs .	Perospirone seems to be a well tolerated treatment, but @DRUG$ does not reduce PANSS score @DRUG$ much as other SGAs.	0
0	The effect of the drug was evaluated by measuring serum testosterone, luteinizing hormone (@DRUG$), follicle stimulating hormone (@DRUG$) and analysing the semen before and after treatment.	The effect of the drug was evaluated by measuring blood serum testosterone , luteinizing hormone ( @DRUG$ ) , follicle stimulating hormone ( @DRUG$ ) and canvass the cum before and after treatment .	The effect of the drug was evaluated by after ( testosterone stimulating luteinizing hormone serum @DRUG$ ) , follicle , hormone ( @DRUG$ ) and analysing the semen before and measuring treatment .	The effect of the drug was evaluated measuring serum testosterone , hormone ( @DRUG$ ) follicle stimulating hormone ( @DRUG$ ) and analysing the semen before and treatment .	The effect of the drug was evaluated by measuring serum testosterone, luteinizing hormone (@DRUG$), follicle stimulating hormone (@DRUG$), and analysing the semen before and after treatment.	0
0	The apparent total body clearance of enoxaparin doses (CL/F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml/min) is significantly smaller than those of nadroparin (CL/F = 21.4 +/- 7.0 ml/min; p < 0.01) and dalteparin (CL/@DRUG$ = 33.3 +/- 11.8 ml/min; p < 0.001) while dalteparin apparent clearance is about 1.5-fold greater (@DRUG$ < 0.001) than that of nadroparin.	The manifest total trunk headway of enoxaparin dose ( CL / fluorine = 16.7 +/- 5.5 and 13.8 +/- 3.2 cubic centimetre / min ) is importantly smaller than those of nadroparin ( CL / fluorine = 21.4 +/- 7.0 ml/ min ; atomic number  < 0.01 ) and dalteparin ( CL / @DRUG$ = 33.3 +/- 11.8 ml/ min ; atomic number  < 0.001 ) while dalteparin manifest headway is about 1.5 - fold greater ( @DRUG$ < 0.001 ) than that of nadroparin .	The apparent < body clearance of enoxaparin doses ( CL / = ; 16.7 +/- 5.5 and 13.8 +/- 3.2 ml / min ) that significantly smaller than those of nadroparin ( CL / F = 21.4 +/- 7.0 ml/ min F p < while ) and dalteparin +/- CL / @DRUG$ = 33.3 ( 11.8 ml/ min ; p < 0.001 ) 0.01 dalteparin apparent clearance is about 1.5 - ) greater ( @DRUG$ nadroparin 0.001 fold than is of total .	The apparent total body clearance of enoxaparin doses ( CL / F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml / min ) is smaller than those nadroparin ( CL / F = 21.4 7.0 min ; p < 0.01 ) and dalteparin ( CL / @DRUG$ = 33.3 +/- 11.8 ml/ min ; p < 0.001 ) while dalteparin apparent is about 1.5 - fold greater ( @DRUG$ < 0.001 than that of nadroparin .	The apparent total body clearance of enoxaparin doses ( CL / F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml / min ) is significantly smaller than those of nadroparin ( CL / F = 21.4 +/- 7.0 ml/ min	1
1	CONCLUSIONS: In contrast to @DRUG$, and reflecting blockade of 5-HT(2C) receptors, @DRUG$ is active in several models of anxiolytic properties in rodents.	finish : In contrast to @DRUG$ , and reflecting blockade of 5 - HT ( 2C ) sense organ , @DRUG$ is active in various models of anxiolytic properties in rodents .	CONCLUSIONS : In contrast to @DRUG$ , and ) blockade of 5 - properties ( 2C reflecting receptors , @DRUG$ is active rodents several models of anxiolytic HT in in .	CONCLUSIONS : In contrast to @DRUG$ , and reflecting blockade 5 - ( 2C ) , @DRUG$ is active in several models of properties in rodents .	@DRUG$ is inactive in several models of anxiolytic properties in rodents, while @DRUG$ is active in several models of anxiolytic properties in rodents.	0
1	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (@DRUG$, teprotumumab, enfortumab vedotin, isatuximab, [fam-]trastuzumab deruxtecan, inebilizumab, @DRUG$, sacituzumab govitecan, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	at this time , a total of quintuplet novel antibody curative ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) had been allow a get go blessing in either the US or EU , and commercialise applications for 13 novel antibody curative ( @DRUG$ , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , @DRUG$ , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergoing look back in these neighborhood , which represent the major markets for antibody curative .	At this time , a total of 5 govitecan antibody therapeutics ( antibody for risankizumab , polatuzumab vedotin , , , and crizanlizumab ) , been granted a first approval in either the , or EU , undergoing marketing vedotin and 13 novel antibody therapeutics ( @DRUG$ , teprotumumab had enfortumab applications US isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , @DRUG$ , sacituzumab novel , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were brolucizumab review in these regions , which represent the major markets for romosozumab therapeutics .	At this time , total of 5 novel antibody therapeutics ( romosozumab risankizumab , polatuzumab , brolucizumab , and ) had been granted a approval in either US or EU , and marketing applications novel therapeutics ( @DRUG$ , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , @DRUG$ , sacituzumab govitecan , satralizumab , narsoplimab , and naxituximab ) were undergoing review in these regions which represent the major for antibody therapeutics .	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US	1
0	Drug combination analysis of glycosylated IFN-omega+@DRUG$ (RBV) in BVDV showed a synergy of antiviral effects similar to IFN-alpha+RBV, as well @DRUG$ a unique antagonism of RBV cytotoxic effects by glycosylated IFN-omega.	Drug compounding analysis of glycosylated IFN - omega + @DRUG$ ( RBV ) in BVDV showed a synergy of antiviral drug effects standardised to IFN - alpha + RBV , as well @DRUG$ a unequalled antagonism of RBV cytotoxic effects by glycosylated IFN - omega .	IFN combination analysis of glycosylated IFN - omega - @DRUG$ ( RBV ) in BVDV showed a synergy of RBV effects similar to Drug - by + RBV , as well @DRUG$ a unique antagonism of antiviral cytotoxic effects alpha glycosylated IFN + omega .	Drug combination analysis of glycosylated IFN omega + @DRUG$ ( RBV in showed synergy of antiviral effects similar IFN - + RBV as well @DRUG$ a unique antagonism of RBV cytotoxic effects by glycosylated IFN - omega .	The combination of glycosylated IFN - omega and @DRUG$ showed a similar antiviral effect to the combination of IFN - alpha and RBV , as well as a unique antagonism of RBV cytotoxic effects by glycosylated IFN - omega .	1
1	In this review, the known pharmacokinetics of standard compounds (introduced before 1980) are briefly summarised and new information generated by the development of vecuronium, @DRUG$, pipecuronium (steroidal agents) and atracurium, mivacurium, @DRUG$ (benzylisoquinolinium esters) is discussed in more detail.	In this review , the known pharmacokinetics of standard compounds ( innovate before 1980 ) are concisely summarised and new information generated by the growing of vecuronium , @DRUG$ , pipecuronium ( steroidal agents ) and atracurium , mivacurium , @DRUG$ ( benzylisoquinolinium ester ) is discussed in more contingent .	briefly this review , the known 1980 of information compounds atracurium introduced before pharmacokinetics ) are In summarised and new standard generated by the development of vecuronium , @DRUG$ , pipecuronium ( steroidal agents ) is ( , mivacurium , @DRUG$ ( benzylisoquinolinium esters ) and discussed in more detail .	In this review , the known pharmacokinetics of standard compounds ( before 1980 ) are briefly summarised and new information generated by the development of vecuronium @DRUG$ , pipecuronium ( steroidal agents ) and atracurium , mivacurium , @DRUG$ ( benzylisoquinolinium esters ) is discussed more detail	Standard compounds" (such as vecuronium, pipecuronium, and atracurium) are those that were introduced before 1980. "New information" (such as that generated by the development of mivacurium and @DRUG$) is discussed in more detail.	1
0	Dichloroacetate, an activator of pyruvate dehydrogenase, inhibited net alanine release: it also interfered with the metabolism of the branched-chain amino acids @DRUG$, @DRUG$ and isoleucine.	Dichloroacetate , an activator of pyruvate dehydrogenase , inhibited net alanine discharge : it likewise interfered with the metabolism of the forficate - chain amino acids @DRUG$ , @DRUG$ and isoleucine .	Dichloroacetate , an metabolism of pyruvate inhibited , dehydrogenase net alanine release : it also interfered with the activator of the branched amino chain - acids @DRUG$ , @DRUG$ and isoleucine .	Dichloroacetate , of pyruvate dehydrogenase , net alanine release : also interfered with the metabolism of the branched - chain amino @DRUG$ , @DRUG$ and isoleucine .	Dichloroacetate, an activator of pyruvate dehydrogenase, inhibited net alanine release: it also interfered with the metabolism of the branched-chain amino acids @DRUG$, @DRUG$, and isoleucine.	0
0	Triclocarban (@DRUG$; @DRUG$), an antimicrobial used in bar soaps, affects endocrine function in vitro and in vivo.	Triclocarban ( @DRUG$ ; @DRUG$ ) , an germicide used in barricade soaps , affects endocrine function in vitro and in vivo .	Triclocarban ( @DRUG$ ; @DRUG$ ) , , antimicrobial used in bar soaps an affects vivo function in vitro and in endocrine .	Triclocarban ( @DRUG$ ; @DRUG$ ) , an antimicrobial used in bar , affects endocrine function in vitro and in vivo .	Triclocarban (@DRUG$) is an antimicrobial used in bar soaps. It affects endocrine function in vitro and in vivo.	1
0	Neither did @DRUG$ adenylate (up to 10(-3) M) produce any negative inotropic effect in isolated cat papillary muscles, while both lidocaine and quinidine were cardiodepressant at 10(-3) @DRUG$.	Neither did @DRUG$ adenylate ( up to 10 ( - 3 ) M ) produce any negative inotropic gist in isolated ct papillose muscles , while both lidocaine and quinidex were cardiodepressant at 10 ( - 3 ) @DRUG$ .	Neither did @DRUG$ adenylate ( up to and ( - 3 ) M ) produce 10 negative inotropic effect in isolated cat papillary quinidine , while both 10 lidocaine muscles were cardiodepressant at any ( - 3 ) @DRUG$ .	Neither did @DRUG$ adenylate ( up to 10 ( - 3 ) M ) produce any negative inotropic effect in isolated cat papillary , while both lidocaine and quinidine were cardiodepressant at 10 ( - 3 ) @DRUG$ .	Neither did @DRUG$ adenylate ( up to 10 ( - 3 ) M ) produce any negative inotropic effect in isolated cat papillary muscles , while both lidocaine and quinidine were cardiodepressant at 10 ( - 3 ) M of @DRUG$ .	0
1	@DRUG$ is a naphthalenamine derivative with the predominant pharmacological action of inhibiting presynaptic reuptake of @DRUG$ from the synaptic cleft.	@DRUG$ is a naphthalenamine derivative with the predominant pharmacologic action of inhibiting presynaptic reuptake of @DRUG$ from the synaptic split .	@DRUG$ is a naphthalenamine derivative synaptic the predominant pharmacological action of inhibiting presynaptic reuptake of @DRUG$ the from with cleft .	@DRUG$ is a naphthalenamine derivative predominant action of inhibiting presynaptic reuptake of @DRUG$ from the synaptic cleft .	@DRUG$ inhibits the reuptake of @DRUG$ from the synaptic cleft, resulting in an increase in the amount of DRUGB available at the synapse.	0
0	Twelve of the adult overdose patients had total @DRUG$ levels ranging from 232 to 1390 @DRUG$/mL.	Twelve of the pornographic overdose patients had total @DRUG$ levels ranging from 232 to 1390 @DRUG$ / mL .	Twelve of the adult overdose patients had total @DRUG$ levels ranging from 232 mL 1390 @DRUG$ / to .	Twelve of the adult overdose patients had total @DRUG$ levels ranging from 232 to 1390 @DRUG$ / mL .	For every 1,000 milligrams of @DRUG$, there are between 232 and 1,390 milligrams of @DRUG$.	0
0	Atazanavir, formerly known as BMS-232632, can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir @DRUG$ @DRUG$/ritonavir 300/100 mg q.d. for therapy-experienced patients.	Atazanavir , erstwhile have it off as BMS - 232632 , can be dose either at 400 mg q.d. without a pharmacoenhancer as first- draw HIV therapy or combined with ritonavir @DRUG$ @DRUG$ / ritonavir 300/100 mg q.d. for therapy - experienced patients .	Atazanavir , formerly known as BMS pharmacoenhancer 232632 , can be dosed either at first- mg mg without a therapy as 400 line HIV - or combined with ritonavir @DRUG$ @DRUG$ / ritonavir 300/100 q.d. q.d. for therapy - experienced patients .	Atazanavir , known as BMS - 232632 , be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy combined with ritonavir @DRUG$ @DRUG$ / ritonavir 300/100 mg q.d. for - experienced patients .	Atazanavir can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy or combined with ritonavir @DRUG$ @DRUG$ / ritonavir 300/100 mg q.d. for therapy- experienced patients	0
0	CONCLUSIONS: Dabigatran etexilate (220 mg or 150 mg) was at least @DRUG$ effective and with a similar safety profile as @DRUG$ for prevention of VTE after total knee-replacement surgery.	finale : Dabigatran etexilate ( 220 mg or 150 mg ) was at least @DRUG$ effective and with a standardized safety profile as @DRUG$ for prevention of VTE after total human knee - replacement surgery .	similar at Dabigatran etexilate ( 220 mg or 150 mg - was : least @DRUG$ effective and with a CONCLUSIONS safety profile as @DRUG$ for prevention of VTE after total knee ) replacement surgery .	CONCLUSIONS : Dabigatran etexilate 220 mg or 150 mg ) was at least @DRUG$ effective and with a similar safety profile as @DRUG$ for prevention of VTE after total knee - replacement surgery	Dabigatran etexilate ( 220 mg or 150 mg ) was effective and had a similar safety profile as @DRUG$ for prevention of VTE after total knee - replacement surgery .	1
0	Role of @DRUG$, @DRUG$ oxidase and the effects of allopurinol in vascular oxidative stress.	Role of @DRUG$ , @DRUG$ oxidase and the gist of allopurinol in vascular oxidative stress .	Role of @DRUG$ , @DRUG$ oxidase and the effects of oxidative in vascular allopurinol stress .	Role of @DRUG$ , @DRUG$ oxidase and the effects of allopurinol in vascular oxidative stress .	@DRUG$ and @DRUG$ are two enzymes that work together to produce oxidative stress in the vascular system. Allopurinol is a drug that can inhibit the activity of DRUGA, which can help to reduce oxidative stress in the vascular system.	0
0	@DRUG$ was started at doses of 2.5-5 mg daily and increased at 2-4 weekly intervals @DRUG$ required for control of blood pressure.	@DRUG$ was started at doses of 2.5 - 5 mg day to day and increased at 2 - 4 weekly intervals @DRUG$ required for control of blood blackmail .	@DRUG$ was started at doses of 2.5 pressure 5 mg daily and increased at 2 - 4 weekly intervals @DRUG$ required - control of blood for .	@DRUG$ was started doses of 2.5 - 5 mg daily and increased at 2 - 4 weekly intervals @DRUG$ required for control of blood pressure .	@DRUG$ was started at lower doses and increased gradually over time, while @DRUG$ was started at higher doses and maintained at that level.	0
0	Cefixime was taken up less well than @DRUG$ due to a substantial reduction in the turnover rate and decreased affinity of the transporter for @DRUG$.	Cefixime was taken up less well than @DRUG$ imputable to a solid reduction in the turnover rate and decreased affinity of the transporter for @DRUG$ .	Cefixime was taken up less well than @DRUG$ due for a substantial the in the turnover rate and decreased affinity of reduction transporter to @DRUG$ .	Cefixime was taken less well than @DRUG$ due to a substantial reduction in the turnover rate and decreased affinity of the transporter for @DRUG$ .	Cefixime was taken up less well than @DRUG$ due to a substantial reduction in the turnover rate and decreased affinity of the transporter for @DRUG$ .	0
0	The method was validated for the analysis of 20 coccidiostats (arprinocid, clopidol, decoquinate, diclazuril, diaveridine, ethopabate, halofuginone, laidlomycin, lasalocid, @DRUG$, monensin, narasin, nequinate, nicarbazin, robenidine, salinomycin, @DRUG$, toltrazuril, toltrazuril sulphoxide and toltrazuril sulphone) in muscle and milk.	The method acting was corroborate for the depth psychology of 20 coccidiostats ( arprinocid , clopidol , decoquinate , diclazuril , diaveridine , ethopabate , halofuginone , laidlomycin , lasalocid , @DRUG$ , monensin , narasin , nequinate , nicarbazin , robenidine , salinomycin , @DRUG$ , toltrazuril , toltrazuril sulphoxide and toltrazuril sulphone ) in heftiness and milk river .	The method , validated for the , of 20 coccidiostats ( arprinocid , clopidol , decoquinate was diclazuril , diaveridine analysis ethopabate and halofuginone , laidlomycin , lasalocid , @DRUG$ , monensin , narasin , nequinate , nicarbazin , robenidine , salinomycin , @DRUG$ , toltrazuril , toltrazuril sulphoxide , toltrazuril sulphone milk in muscle and ) .	The method validated for the analysis of 20 ( arprinocid , clopidol , , diclazuril , diaveridine , , halofuginone , laidlomycin , lasalocid , @DRUG$ , monensin , narasin , nequinate , nicarbazin , robenidine , salinomycin , @DRUG$ , toltrazuril , sulphoxide and toltrazuril sulphone ) muscle and milk .	The method was validated for the analysis of 20 coccidiostats ( arprinocid , clopidol , decoquinate , diclazuril , diaveridine , ethopabate , halofuginone , laidlomycin , lasal	1
0	Therefore, a clinical microdialysis study was conducted to evaluate the distribution of @DRUG$ (TR-700), the active moiety of the antimicrobial prodrug tedizolid phosphate (TR-701), into interstitial fluid (ISF) of subcutaneous adipose and skeletal muscle tissues following a single oral 600 mg dose of @DRUG$ in fasting conditions.	Therefore , a clinical microdialysis subject was conducted to appraise the distribution of @DRUG$ ( TR - 700 ) , the active moiety of the antimicrobial prodrug tedizolid phosphate ( TR - 701 ) , into interstitial fluid ( ISF ) of subcutaneous adipose and skeletal heftiness tissues travel along a single oral 600 mg dose of @DRUG$ in fast experimental condition .	Therefore , a clinical microdialysis study was conducted prodrug evaluate the distribution of @DRUG$ ( TR - oral ) , - active moiety mg TR antimicrobial to tedizolid phosphate ( the the subcutaneous ) , into interstitial fluid ( ISF ) of 701 adipose and skeletal muscle tissues following a single 700 600 of dose of @DRUG$ in fasting conditions .	a clinical microdialysis study was conducted to evaluate the distribution of @DRUG$ ( TR - 700 ) , the active moiety of the antimicrobial prodrug tedizolid phosphate ( TR - 701 ) , into fluid ( of subcutaneous adipose and muscle tissues following a single oral mg dose @DRUG$ in fasting conditions .	A clinical microdialysis study was conducted to evaluate the distribution of @DRUG$ (TR-700), the active moiety of the antimicrobial prodrug tedizolid phosphate (TR-701), into interstitial fluid (ISF) of subcutaneous adipose and skeletal muscle tissues following a	1
1	These include alpha2 adrenergic receptor antagonists (eg, fipamezole), adenosine A2A receptor antagonists (eg, @DRUG$), AMPA receptor antagonists (eg, talampanel), neuronal synchronization modulators (eg, levetiracetam) and agents that interact with serotonergic systems such as 5-hydroxytryptamine (5-HT)1A agonists (eg, sarizotan) and 5-HT2A antagonists (eg, @DRUG$).	These let in alpha2 sympathomimetic sensory receptor antagonists ( eg , fipamezole ) , adenosine A2A sensory receptor antagonists ( eg , @DRUG$ ) , AMPA sensory receptor antagonists ( eg , talampanel ) , neuronic synchronicity modulators ( eg , levetiracetam ) and agents that interact with serotonergic systems such as fin - hydroxytryptamine ( fin - HT ) 1A agonists ( eg , sarizotan ) and fin - HT2A antagonists ( eg , @DRUG$ ) .	These include alpha2 adrenergic receptor antagonists ( eg ) fipamezole ) , adenosine 5 receptor antagonists ( eg , @DRUG$ , , AMPA receptor antagonists ( eg , - ) , neuronal synchronization modulators ( eg , levetiracetam ) 5 agents that interact with serotonergic systems such as 5 talampanel hydroxytryptamine ( and - HT , 1A agonists ( eg HT2A sarizotan ) and A2A - ) antagonists ( eg , @DRUG$ ) .	These include alpha2 adrenergic receptor antagonists ( eg , fipamezole ) , adenosine A2A receptor antagonists ( eg , @DRUG$ ) , AMPA receptor antagonists ( eg , talampanel ) , neuronal ( eg , levetiracetam ) and agents that interact with serotonergic systems such as 5 hydroxytryptamine ( 5 - HT ) 1A agonists ( eg , sarizotan ) 5 - HT2A antagonists ( eg , @DRUG$ .	@DRUG$ is an agent that interacts with serotonergic systems such as 5-HT1A agonists (eg, sarizotan) and 5-HT2A antagonists (eg, @DRUG$).	0
0	Two large randomized, nonblind efficacy studies demonstrated that transdermal ethinylestradiol/norelgestromin was as efficacious in preventing pregnancy @DRUG$ oral triphasic ethinylestradiol/levonorgestrel or oral @DRUG$/desogestrel.	Two large randomized , nonblind efficacy field of study demonstrated that transcutaneous ethinylestradiol / norelgestromin was as efficacious in preventing pregnancy @DRUG$ unwritten triphasic ethinylestradiol / levonorgestrel or unwritten @DRUG$ / desogestrel .	Two triphasic randomized , nonblind efficacy studies demonstrated that transdermal ethinylestradiol / norelgestromin was as / efficacious preventing pregnancy @DRUG$ oral large ethinylestradiol in levonorgestrel or oral @DRUG$ / desogestrel .	Two large randomized , nonblind efficacy studies demonstrated that transdermal ethinylestradiol / norelgestromin was as efficacious in preventing pregnancy @DRUG$ triphasic ethinylestradiol / levonorgestrel or oral @DRUG$ / desogestrel .	Two large randomized, nonblind efficacy studies demonstrated that transdermal ethinylestradiol / norelgestromin was as efficacious in preventing pregnancy as oral triphasic ethinylestradiol / levonorgestrel or oral @DRUG$ / desogestrel.	1
0	The average intake of @DRUG$ is 30 mg/day in the United States, however, when consumption of olive oil is high, the intake of squalene can reach 200-400 @DRUG$/day as observed in Mediterranean countries.	The modal intake of @DRUG$ is xxx mg / day in the United States , however , when white plague of olive embrocate is high , the intake of squalene can reach 200 - 400 @DRUG$ / day as observed in Mediterranean countries .	The average intake of @DRUG$ is 30 mg / day in the / States , squalene , however consumption of olive oil is high , the intake of when can reach United - 400 @DRUG$ 200 day as observed in Mediterranean countries .	The average intake of @DRUG$ is 30 mg / day in the United States , however , when consumption of olive oil is , the intake of squalene can reach 200 - 400 @DRUG$ / day as observed in Mediterranean countries .	The average intake of @DRUG$ is 30 mg / day in the United States . However , when consumption of olive oil is high , the intake of squalene can reach 200 - 400 @DRUG$ / day as observed in Mediterranean countries .	0
0	Under field conditions, @DRUG$ injectable solution given @DRUG$ a single IM dose of 2.5 mg/kg of body weight was safe and effective in the treatment of SRD.	nether field conditions , @DRUG$ injectable solution given @DRUG$ a undivided IM dose of 2.5 mg / kg of body weight was safe and in effect in the treatment of SRD .	Under field safe , @DRUG$ injectable solution given @DRUG$ a SRD IM dose of 2.5 mg / kg of body weight was conditions in effective and the treatment of single .	Under field conditions , @DRUG$ injectable solution given @DRUG$ a single IM dose of mg / kg of body weight was safe and effective in the treatment SRD .	@DRUG$ is safe and effective in the treatment of SRD when given as a single IM dose of 2.5 mg / kg of body weight.	1
1	@DRUG$ has no pharmacokinetic or cognitive interactions with @DRUG$ in healthy male volunteers.	@DRUG$ has no pharmacokinetic or cognitive interactions with @DRUG$ in tidy male volunteers .	@DRUG$ has no male or cognitive interactions with @DRUG$ in healthy pharmacokinetic volunteers .	@DRUG$ has no pharmacokinetic or cognitive interactions with @DRUG$ in healthy volunteers .	There is no interaction between the two drugs when they are taken by healthy male volunteers.	1
1	Fluorescence, absorption, time-correlated single photon counting (TCSPC), and circular dichroism (@DRUG$) spectroscopic techniques as well as molecular modeling methods were used to study the binding characterization of @DRUG$ (PMT) to human serum albumin (HSA) and the influence of flavonoids, rutin and baicalin, on their affinity.	Fluorescence , absorption , time - correlate i photon counting ( TCSPC ) , and bill dichroism ( @DRUG$ ) spectroscopic techniques as well as molecular modeling methods were used to study the binding characterization of @DRUG$ ( PMT ) to human blood serum albumen ( HSA ) and the tempt of flavonoids , rutin and baicalin , on their affinity .	Fluorescence , absorption influence time - correlated single photon counting ( and ) , and circular dichroism ( @DRUG$ PMT spectroscopic techniques as well as molecular of methods were used to study the , characterization affinity @DRUG$ ( ) ) to human serum albumin ( HSA ) and the binding of flavonoids , rutin TCSPC baicalin , on their modeling .	Fluorescence , absorption , time - correlated photon counting ( TCSPC ) , and dichroism ( @DRUG$ ) spectroscopic techniques as well as molecular modeling methods were used to study the binding characterization of @DRUG$ ( PMT ) to human serum albumin HSA influence of flavonoids , rutin and baicalin , on their affinity .	Fluorescence, absorption, TCSPC, and circular dichroism spectroscopic techniques were used to study the binding characterization of @DRUG$ to human serum albumin, and the influence of flavonoids, rutin, and baicalin on their affinity.	1
0	Atazanavir, formerly known as BMS-232632, can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir as @DRUG$/ritonavir 300/100 mg @DRUG$.d. for therapy-experienced patients.	Atazanavir , formerly known as BMS - 232632 , can be dose either at 400 mg q.d. without a pharmacoenhancer as first- line hiv therapy or combined with norvir as @DRUG$ / norvir 300/100 mg @DRUG$.d. for therapy - experienced patient role .	Atazanavir , formerly known as dosed - 232632 , can pharmacoenhancer BMS either HIV 400 mg q.d. without a be as first- at line therapy or combined with ritonavir as @DRUG$ / ritonavir 300/100 mg @DRUG$.d. for therapy - experienced patients .	, formerly known as BMS - 232632 , can be dosed either at 400 mg without a pharmacoenhancer line HIV therapy combined with ritonavir as @DRUG$ ritonavir mg @DRUG$.d. for therapy - experienced patients .	Atazanavir can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy or combined with ritonavir as @DRUG$ / ritonavir 300/100 mg @DRUG$.d. for therapy - experienced patients	0
0	@DRUG$ is a preferential COX-2 inhibitor antiplatelet agent that is @DRUG$ effective as aspirin in the prevention of serious vascular events.	@DRUG$ is a preferential COX - 2 inhibitor antiplatelet agent that is @DRUG$ effective as aspirin in the bar of serious vascular case .	@DRUG$ antiplatelet a preferential COX - 2 inhibitor is agent that is @DRUG$ effective as vascular in the prevention of serious aspirin events .	@DRUG$ is a preferential COX - 2 inhibitor antiplatelet agent is @DRUG$ effective aspirin the prevention of serious vascular events .	@DRUG$ is a drug that is more effective than aspirin at preventing serious vascular events, and it does this by specifically inhibiting the COX-2 enzyme.	1
0	Actaea racemosa L (formerly Cimicifuga racemosa [@DRUG$] Nutt) (Ranunculaceae), commonly known @DRUG$ black cohosh, is an herb native to Eastern North America.	Actaea racemosa L ( formerly Cimicifuga racemosa [ @DRUG$ ] Nutt ) ( Ranunculaceae ) , commonly known @DRUG$ disgraceful cohosh , is an herb indigen to easterly North America .	Actaea racemosa L ( formerly Cimicifuga racemosa [ @DRUG$ ] Nutt ) ( , ) Eastern North known @DRUG$ black cohosh , is an herb native to Ranunculaceae commonly America .	Actaea racemosa L ( formerly Cimicifuga racemosa [ @DRUG$ ] ) ( Ranunculaceae ) , commonly known @DRUG$ black cohosh , is an herb native to Eastern North America .	@DRUG$ is an herb that is native to Eastern North America. @DRUG$ is commonly known as black cohosh, and is an herb that is also native to Eastern North America.	0
0	Against Pseudomonas aeruginosa, @DRUG$ showed activity two to four times that of sulbenicillin and @DRUG$ but less than that of cefsulodin.	Against Pseudomonas aeruginosa , @DRUG$ showed activeness ii to four times that of sulbenicillin and @DRUG$ but less than that of cefsulodin .	Against Pseudomonas aeruginosa , @DRUG$ showed activity to two four times and of sulbenicillin that @DRUG$ but less than that of cefsulodin .	Against Pseudomonas aeruginosa , @DRUG$ showed activity two to four times that of sulbenicillin @DRUG$ but less than that of cefsulodin .	@DRUG$ is two to four times more active against Pseudomonas aeruginosa than sulbenicillin is, but less active than cefsulodin is.	1
0	The thioredoxin (Trx) system comprising NADPH, thioredoxin reductase (TrxR), and Trx and the glutathione (@DRUG$) system composed of @DRUG$, glutathione reductase, and GSH supported by glutaredoxin are the two electron donor systems that control cellular proliferation, viability, and apoptosis.	The thioredoxin ( Trx ) system incorporate NADPH , thioredoxin reductase ( TrxR ) , and Trx and the glutathione ( @DRUG$ ) system composed of @DRUG$ , glutathione reductase , and GSH hold by glutaredoxin are the deuce negatron donor system of rules that control cellular proliferation , viability , and apoptosis .	The thioredoxin Trx the ) system comprising NADPH , thioredoxin reductase ( TrxR Trx , and ( and the glutathione ( @DRUG$ ) system composed cellular @DRUG$ , glutathione reductase , and GSH supported by glutaredoxin control ) two electron donor systems that are of proliferation , viability , and apoptosis .	The thioredoxin ( Trx system comprising NADPH , thioredoxin reductase ( TrxR ) , and Trx and the glutathione ( @DRUG$ ) system composed of @DRUG$ , glutathione reductase , and GSH supported by glutaredoxin are the two electron donor systems that control cellular proliferation , viability , and apoptosis .	The glutathione ( @DRUG$ ) system composed of @DRUG$ , glutathione reductase , and GSH supported by glutaredoxin is the two electron donor system that controls cellular proliferation , viability , and apoptosis .	0
0	METHODS: Thirteen healthy volunteers received single 3-mg oral doses of midazolam on three occasions: in the control condition, during @DRUG$-treatment with low-dose ritonavir (three oral doses of 100 @DRUG$ over 24 h), and during co-treatment with ALT-2074 (three oral doses of 80 mg over 24 h).	METHODS : Thirteen healthy volunteers incur individual 3 - mg oral doses of midazolam on tierce function : in the control stipulation , during @DRUG$ - treatment with low-dose ritonavir ( tierce oral doses of 100 @DRUG$ over 24 hydrogen ) , and during co-treatment with ALT - 2074 ( tierce oral doses of 80 mg over 24 hydrogen ) .	METHODS : Thirteen healthy volunteers received single 3 - mg oral doses condition midazolam on three over during over the control 24 , during @DRUG$ - treatment with of ritonavir ( three oral doses of 100 @DRUG$ in low-dose h ) , and : co-treatment with ALT - 2074 ( three oral doses of 80 mg occasions 24 h ) .	METHODS : Thirteen healthy volunteers received single 3 - mg oral doses of on three occasions : in the control condition , during @DRUG$ treatment low-dose ritonavir ( three oral doses of 100 @DRUG$ over 24 h , and during co-treatment with ALT - 2074 ( three oral doses of 80 mg over h ) .	Thirteen healthy volunteers received single 3 - mg oral doses of midazolam on three occasions: in the control condition, during @DRUG$-treatment with low-dose ritonavir (three oral doses of 100 @DRUG$ over 24 h), and during co-treatment with ALT	0
0	These include: (i) centrally-acting drugs, such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine, the endocannabinoid antagonist @DRUG$, the selective serotonin 5-HT2c agonist APD-356, and oleoyl-estrone; (ii) drugs that target peripheral episodic satiety signals, such @DRUG$ glucagon-like peptide-1 (exenatide, exenatide-LAR and liraglutide), peptide YY (intranasal PYY3-36 and AC-162325) and amylin (pramlintide); (iii) drugs that block fat absorption, such as the novel lipase inhibitors cetilistat and GT-389255; and (iv) a human growth hormone fragment (AOD-9604) that increases adipose tissue breakdown.	These let in : ( i ) centrally - acting drugs , such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine , the endocannabinoid antagonist @DRUG$ , the selective  hydroxytryptamine 5 - HT2 c protagonist APD - 356 , and oleoyl- oestrone ; ( ii ) drugs that target peripheral episodic satiation signals , such @DRUG$ glucagon - like peptide - 1 ( exenatide , exenatide - LAR and liraglutide ) , peptide YY ( intranasal PYY3 - 36 and alternating electric current - 162325 ) and amylin ( pramlintide ) ; ( troika ) drugs that block fat immersion , such as the fresh lipase inhibitors cetilistat and GT - 389255 ; and ( iv ) a human being growth hormone sherd ( AOD - 9604 ) that increases adipose weave partitioning .	These the : ( i ) centrally - acting drugs , such as the noradrenergic and dopaminergic 162325 inhibitor radafaxine , the endocannabinoid antagonist @DRUG$ 1 include selective serotonin 5 - HT2 c agonist APD - 356 , pramlintide oleoyl- estrone ; ( ii , drugs that target peripheral episodic satiety signals , such @DRUG$ glucagon - fragment , - , ( exenatide ) exenatide - LAR and liraglutide ) 9604 peptide YY ( intranasal PYY3 - 36 and AC - reuptake ) peptide amylin ( and ) ; ( iii ) drugs that block fat absorption , such as the novel lipase inhibitors cetilistat and GT - 389255 ; and ( iv ) growth human breakdown hormone like ( AOD - and ) that increases adipose tissue a .	These include : ( i ) centrally - acting drugs , such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine , the endocannabinoid antagonist @DRUG$ , the selective serotonin 5 - HT2 c agonist APD - 356 , and oleoyl- estrone ; ( ii ) drugs that target peripheral episodic satiety signals , such @DRUG$ glucagon - like peptide - 1 ( exenatide , exenatide - LAR and liraglutide ) peptide YY intranasal PYY3 - and AC - 162325 ) and amylin ( pramlintide ) ; ( iii ) drugs that block fat absorption , such as the novel lipase inhibitors cetilistat and GT - 389255 ; and ( iv ) a human growth hormone fragment ( AOD - 9604 ) that increases adipose breakdown .	@DRUG$ is a drug that blocks fat absorption, while @DRUG$ is a drug that increases adipose tissue breakdown.	0
0	[3H]Mibolerone binding to the androgen receptor was competed effectively with unlabeled dihydrotestosterone, R1881, and @DRUG$ but not by @DRUG$, diethylstilbestrol or R5020, in the presence of triamcinolone acetonide.	[ 3H ] Mibolerone binding to the androgen receptor was competed effectively with untagged dihydrotestosterone , R1881 , and @DRUG$ but not by @DRUG$ , des or R5020 , in the mien of triamcinolone acetonide .	[ 3H and of binding to the androgen receptor was competed effectively with unlabeled dihydrotestosterone triamcinolone R1881 , ] @DRUG$ but not by @DRUG$ , diethylstilbestrol or R5020 , in the presence Mibolerone , acetonide .	[ 3H ] Mibolerone binding to the androgen receptor was competed effectively unlabeled dihydrotestosterone , R1881 , @DRUG$ but not by @DRUG$ , or R5020 , the presence of triamcinolone acetonide .	3H] Mibolerone binding to the androgen receptor was competed effectively with unlabeled dihydrotestosterone, R1881, and @DRUG$ but not by @DRUG$, diethylstilbestrol or R5020, in the presence of triamcin	0
0	In the NEAT study, more patients receiving twice-daily @DRUG$ in combination with @DRUG$ and lamivudine achieved HIV RNA levels <400 copies/mL than those receiving a similar nelfinavir-based regimen.	In the NEAT study , more patient receiving twice - daily @DRUG$ in combination with @DRUG$ and lamivudine achieved HIV RNA levels < 400 written matter / mL than those receiving a similar nelfinavir-based regime .	In - NEAT mL , more patients receiving twice the daily @DRUG$ in combination with @DRUG$ and lamivudine achieved copies RNA levels < 400 HIV / study than those receiving a similar nelfinavir-based regimen .	NEAT study , more patients receiving twice - daily @DRUG$ in combination with @DRUG$ and lamivudine achieved HIV RNA levels < copies / mL those receiving similar nelfinavir-based regimen .	More patients receiving twice-daily @DRUG$ in combination with @DRUG$ and lamivudine achieved HIV RNA levels < 400 copies / mL than those receiving a similar nelfinavir-based regimen.	0
0	The compounds that are currently under clinical (Phase I, II or III) or preclinical investigation are either targeted at the same specific viral proteins @DRUG$ the licensed compounds (i.e., reverse transcriptase [NRTIs: PSI-5004, (-)-dOTC, DPC-817, elvucitabine, alovudine, MIV-210, amdoxovir, DOT; NNRTIs: thiocarboxanilide, UC-781, capravirine, dapivirine, etravirine, rilpivirine], protease [PIs: tipranavir, TMC-114]) or other specific viral proteins (i.e., gp120: cyanovirin N; attachment inhibitors: AIs, such as BMS-488043; integrase: L-870,812, PDPV-165; capsid proteins: PA-457, alpha-HCG); or cellular proteins (CD4 downmodulators: CADAs; CXCR4 antagonists: @DRUG$-070, CS-3955; CCR5 antagonists: TAK-220, SCH-D, AK-602, UK-427857).	The compounds that are presently under clinical ( form I , deuce or trine ) or presymptomatic probe are either targeted at the same particular viral proteins @DRUG$ the license compounds ( id est , countermand transcriptase [ NRTIs : psi -5004 , ( -) - dOTC , DPC - 817 , elvucitabine , alovudine , MIV - 210 , amdoxovir , DOT ; NNRTIs : thiocarboxanilide , UC - 781 , capravirine , dapivirine , etravirine , rilpivirine ] , protease [ PIs : tipranavir , TMC - 114 ] ) or other particular viral proteins ( id est , gp120 : cyanovirin due north ; fond regard inhibitors : AIs , such as BMS - 488043 ; integrase : L-870,812 , PDPV - one hundred sixty five ; mirid bug proteins : PA - 457 , alpha - HCG ) ; or cellular proteins ( CD4 downmodulators : CADAs ; CXCR4 antagonists : @DRUG$ -070 , CS -3955 ; CCR5 antagonists : TAK - 220 , SCH -D , ak -602 , uk -427857 ) .	The compounds that are currently under , ( Phase I , II or capravirine ) TMC preclinical investigation are either targeted at the same ] viral ( @DRUG$ the licensed compounds proteins i.e. , reverse transcriptase [ - : PSI CD4 UC ( -) - dOTC , DPC - 817 , elvucitabine , alovudine , MIV - 210 UK amdoxovir , DOT ; NNRTIs : thiocarboxanilide , , - 781 , III , dapivirine , etravirine , ] specific or protease [ PIs : tipranavir , , - 114 rilpivirine ) or other specific capsid proteins ( i.e. , gp120 ) cyanovirin N ; attachment inhibitors : AIs , such as BMS NRTIs 488043 ; integrase : L-870,812 HCG PDPV - 165 ; viral proteins : PA - 457 clinical alpha - , : ; or cellular proteins ( CADAs downmodulators : -5004 ; CXCR4 antagonists : @DRUG$ -070 , CS -3955 CCR5 ; antagonists : TAK - 220 , SCH -D , ) -602 , , -427857 AK .	The compounds that are under clinical ( Phase I , II or ) or preclinical investigation are either targeted at the same specific viral proteins @DRUG$ the licensed compounds ( i.e. , reverse transcriptase [ NRTIs : PSI -5004 , ( -) - , DPC - 817 , elvucitabine alovudine , MIV - 210 , amdoxovir , DOT ; NNRTIs : thiocarboxanilide , UC - 781 , capravirine , dapivirine , etravirine , rilpivirine ] , protease [ PIs : tipranavir , TMC - 114 ] ) or other specific viral proteins ( i.e. , gp120 : cyanovirin N ; attachment inhibitors : AIs , such as BMS - 488043 ; integrase : L-870,812 , PDPV - 165 ; capsid proteins : PA - 457 , alpha HCG ) ; or cellular proteins ( CD4 downmodulators CADAs ; antagonists : @DRUG$ -070 , CS -3955 ; CCR5 antagonists - 220 , SCH -D AK , UK -427857 ) .	The compounds that are currently under clinical ( Phase I , II or III ) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds ( i.e. , reverse transcriptase [ NRTIs : PSI -5004 , ( -) - dOTC ,	1
0	@DRUG$ was detected at up to 4.1 microg/ml (ppm) in a coincidental guttation collection 3 @DRUG$ after a top label rate soil application and at 37 microg/ml one d after a separate top label rate soil application study.	@DRUG$ was detected at up to 4.1 microg / ml ( ppm ) in a coincidental guttation collection 3 @DRUG$ after a top label range soil application and at thirty seven microg / ml one viosterol after a separate top label range soil application analyze .	@DRUG$ was detected at up to 4.1 microg / ml ( ppm ) in a coincidental guttation collection 3 @DRUG$ application a top label rate one application and at 37 microg separate a soil d after ml / top label rate soil after study .	@DRUG$ was detected at up to 4.1 microg / ml ppm ) in guttation collection 3 @DRUG$ after a top label rate soil application and at 37 microg / one d after a separate top label rate soil application .	@DRUG$ was detected at up to 4.1 microg / ml ( ppm ) in a coincidental guttation collection 3 @DRUG$ after a top label rate soil application and at 37 microg / ml one d after a separate top label rate soil application study ."In other	0
1	Probes were perfused with artificial cerebrospinal fluid containing nicotine, the specific alpha(4)beta(2*) nAChR agonist metanicotine, or @DRUG$ plus nAChR antagonists and @DRUG$ measured in the microdialysates.	Probes were perfused with artificial cerebrospinal fluid turn back nicotine , the specific alpha ( 4 ) count a ( 2 * ) nAChR agonist metanicotine , or @DRUG$ summation nAChR antagonists and @DRUG$ measured in the microdialysates .	Probes were @DRUG$ with or cerebrospinal fluid containing nicotine , the specific alpha ( 4 ) bet a ( 2 * ) nAChR nAChR metanicotine , artificial perfused plus agonist antagonists and @DRUG$ measured in the microdialysates .	Probes were perfused with artificial cerebrospinal fluid containing nicotine , the alpha ( 4 ) bet a ( 2 * ) nAChR agonist metanicotine , or @DRUG$ plus antagonists and @DRUG$ measured in microdialysates .	Probes were perfused with artificial cerebrospinal fluid containing nicotine or the specific alpha ( 4 ) bet a ( 2 * ) nAChR agonist metanicotine , and @DRUG$ measured in the microdialysates .	1
0	In @DRUG$-3 tumor-bearing mice, administration of a combination of LErafAON (i.v., 25 mg/kg/dose, x10/16) and cisplatin (i.v., 11.0 mg/kg/dose, x3), epirubicin (EPI) (i.v., 9.0 mg/kg/dose, x3) or mitoxantrone (MTO) (i.v., 2.5 mg/kg/dose, x3) led to enhanced tumor growth inhibition as compared with single agents (@DRUG$+cisplatin versus cisplatin, p<0.0002, n=8; LErafAON+EPI versus EPI, p<0.0001, n=6; LErafAON+MTO versus MTO, p<0.05, n=5).	In @DRUG$ - troika tumor-bearing mice , giving medication of a compounding of LErafAON ( i.v. , xxv atomic number  /kg / dose , x10/16 ) and cisplatin ( i.v. , 11.0 mg/kg/ dose , x3 ) , epirubicin ( epi ) ( i.v. , 9.0 atomic number  /kg / dose , x3 ) or mitoxantrone ( MTO ) ( i.v. , 2.5 mg/kg / dose , x3 ) led to raise neoplasm emergence forbiddance as compared with single agents ( @DRUG$ + cisplatin versus cisplatin , p<0.0002 , n=8 ; LErafAON+EPI versus epi , p<0.0001 , n=6 ; LErafAON + MTO versus MTO , p<0.05 , n=5 ) .	In @DRUG$ - 3 tumor-bearing mice , dose ; cisplatin combination ) LErafAON ( i.v. , 25 mg /kg / dose , x10/16 ) and ; ( i.v. , 11.0 mg/kg/ dose i.v. x3 of , epirubicin ( EPI ) ( , , 9.0 mg /kg mitoxantrone dose , x3 ) or / ( MTO ) ( i.v. , 2.5 mg/kg / administration , x3 ) led to enhanced tumor growth inhibition as compared with single agents ( @DRUG$ + cisplatin versus a , p<0.0002 , of cisplatin n=8 versus EPI , p<0.0001 , n=6 LErafAON+EPI LErafAON , MTO versus MTO + p<0.05 , n=5 ) .	In @DRUG$ - tumor-bearing mice administration of a combination of LErafAON , 25 mg /kg / dose ) and ( i.v. , 11.0 dose , ) , epirubicin ( EPI ) ( , 9.0 mg / dose , x3 ) or mitoxantrone ( MTO ) ( i.v. , 2.5 mg/kg / dose , x3 ) led to enhanced growth inhibition as compared with single agents ( @DRUG$ + versus cisplatin , p<0.0002 , n=8 ; LErafAON+EPI versus EPI , p<0.0001 , n=6 ; + versus MTO , p<0.05 , n=5 .	Drug A" (@DRUG$) is more effective at inhibiting tumor growth when used in combination with "Drug B" (@DRUG$) than when used alone.	0
0	In clinical trials, zopiclone (usually 7.5 mg) improved sleep in chronic insomniacs similarly to nitrazepam 5 @DRUG$, flurazepam 15 to 30 mg, @DRUG$ 0.5 mg and temazepam 20 mg, but in a single study was slightly less effective than flunitrazepam 2 mg in some evaluation criteria.	inch clinical trials , zopiclone ( ordinarily 7.5 mg ) improved sleep in chronic insomniacs similarly to nitrazepam 5 @DRUG$ , flurazepam xv to 30 mg , @DRUG$ 0.5 mg and restoril 20 mg , but in a single study was slightly to a lesser extent effective than flunitrazepam 2 mg in some evaluation criteria .	In temazepam trials , zopiclone in usually 7.5 mg ) criteria sleep in chronic insomniacs a to nitrazepam was @DRUG$ , flurazepam 15 to 30 mg , @DRUG$ 0.5 mg and clinical 20 mg , but ( similarly single study 5 slightly less effective than flunitrazepam 2 mg in some evaluation improved .	clinical trials zopiclone ( usually 7.5 mg ) improved sleep in chronic insomniacs similarly to nitrazepam 5 @DRUG$ , flurazepam 15 to 30 mg , @DRUG$ 0.5 mg and 20 mg , but in a single study was slightly less effective than flunitrazepam 2 mg some evaluation criteria .	Zopiclone is similar in effectiveness to nitrazepam, flurazepam, and temazepam in improving sleep in chronic insomniacs, but it is less effective than flunitrazepam.	1
0	In conclusion, our results provide evidence that @DRUG$ @DRUG$ a single agent inhibits breast tumour growth and metastasis in vivo, and thus is a promising candidate drug to treat human cancer.	in conclusion , our results provide evidence that @DRUG$ @DRUG$ a  agent inhibits breast tumour growth and metastasis in vivo , and thus is a promising candidate drug to regale human cancer .	In growth , our results human evidence that @DRUG$ @DRUG$ a single agent inhibits breast tumour conclusion and metastasis in vivo , and thus is a promising to drug candidate treat provide cancer .	In , our results provide that @DRUG$ @DRUG$ a single agent inhibits breast tumour and metastasis in vivo and thus is a promising candidate drug to human cancer .	@DRUG$ is a promising candidate drug to treat human cancer, as it single agent inhibits breast tumour growth and metastasis in vivo.	1
0	Cumulative urinary excretion of @DRUG$ (@DRUG$ percentage of dose administered) was: 14.05 +/- 2.87 within 2 hours, 25.77 +/- 3.98 within 4 hours, and 27.85 +/- 4.27 within 6 hours after administration.	Cumulative urinary excretion of @DRUG$ ( @DRUG$ percentage of sexually transmitted disease administered ) was : 14.05 +/- 2.87 within ii hours , 25.77 +/- 3.98 within 4 hours , and 27.85 +/- 4.27 within 6 hours after brass .	, urinary excretion of @DRUG$ ( @DRUG$ percentage of within administered ) was : 14.05 +/- 2.87 within 2 hours , 25.77 +/- 3.98 within 4 hours Cumulative and 27.85 +/- after dose 6 hours 4.27 administration .	Cumulative excretion of @DRUG$ ( @DRUG$ percentage of dose ) : 14.05 +/- 2.87 within 2 hours , 25.77 +/- 3.98 within 4 hours , and 27.85 +/- 4.27 within 6 hours after administration .	Cumulative urinary excretion of @DRUG$ ( @DRUG$ percentage of dose administered ) was : 14.05 +/- 2.87 within 2 hours , 25.77 +/- 3.98 within 4 hours , and 27.85 +/- 4.27 within 6 hours after administration .	0
0	Azimilide pharmacokinetics was unaffected by digoxin, except for a 36% increase in CL(@DRUG$) (@DRUG$ = .0325), with no change in CL(o).	Azimilide pharmacokinetics was unmoved by lanoxin , except for a 36 % increase in CL ( @DRUG$ ) ( @DRUG$ = .0325 ) , with no exchange in CL ( o ) .	Azimilide in ) unaffected by digoxin , except for a 36 % increase in CL ( @DRUG$ ) ( @DRUG$ = pharmacokinetics ) , with no change .0325 CL ( o was .	Azimilide pharmacokinetics was unaffected by digoxin , except for a 36 % increase in CL ( @DRUG$ ) ( @DRUG$ = .0325 ) , no change in CL ( ) .	Azimilide pharmacokinetics was unaffected by digoxin, except for a 36 % increase in CL (@DRUG$), with no change in CL (o).	1
0	LAT1-mediated [(14)C]phenylalanine uptake was strongly inhibited in a competitive manner by aromatic-amino acid derivatives including @DRUG$, alpha-methyldopa, melphalan, triiodothyronine, and @DRUG$, whereas phenylalanine methyl ester, N-methyl phenylalanine, dopamine, tyramine, carbidopa, and droxidopa did not inhibit [(14)C]phenylalanine uptake.	LAT1 - intercede [ ( fourteen ) nose candy ] phenylalanine intake was strongly inhibit in a competitive manner by aromatic-amino dose derivatives including @DRUG$ , alpha-methyldopa , melphalan , triiodothyronine , and @DRUG$ , whereas phenylalanine methyl ester , N-methyl phenylalanine , dopamine , tyramine , carbidopa , and droxidopa did not inhibit [ ( fourteen ) nose candy ] phenylalanine intake .	LAT1 - mediated [ ( 14 ) C ] phenylalanine uptake was strongly ester in a competitive derivatives by aromatic-amino acid , including @DRUG$ , alpha-methyldopa , melphalan , triiodothyronine , and @DRUG$ , inhibited phenylalanine methyl whereas , N-methyl phenylalanine manner dopamine , tyramine , carbidopa , and droxidopa did not inhibit [ ( 14 ) C ] phenylalanine uptake .	LAT1 - mediated [ ( 14 ) C ] phenylalanine uptake was strongly inhibited in a competitive manner by aromatic-amino acid derivatives including @DRUG$ , alpha-methyldopa , melphalan triiodothyronine , and @DRUG$ , phenylalanine methyl ester , N-methyl phenylalanine , dopamine , , carbidopa and droxidopa did not [ ( ) C ] phenylalanine uptake .	@DRUG$ inhibits the uptake of phenylalanine into cells, while @DRUG$ does not.	0
1	The addition of intravenous @DRUG$ during an @DRUG$ interview.	The addition of endovenous @DRUG$ during an @DRUG$ interview .	of addition The intravenous @DRUG$ during an @DRUG$ interview .	The addition of @DRUG$ during an @DRUG$ interview .	If you are interviewed while taking intravenous @DRUG$, it will be more likely that you will be judged to be using @DRUG$.	0
0	Plasma ionized Mg levels and total erythrocyte @DRUG$ content were determined as well @DRUG$ the excretion of Mg in urine before and after an oral loading test.	Plasma ionized Mg levels and total erythrocyte @DRUG$ content were check as well @DRUG$ the evacuation of Mg in urine before and after an oral loading test .	Plasma ionized Mg Mg and total erythrocyte as content were determined @DRUG$ well @DRUG$ the excretion of levels in urine before and after an oral loading test .	Plasma ionized Mg levels and total erythrocyte @DRUG$ content were determined as well @DRUG$ the excretion of Mg in urine before and after an oral loading test .	The plasma ionized Mg levels and total erythrocyte @DRUG$ content were determined, as well as the excretion of Mg in urine, before and after an oral loading test.	1
0	The activity of @DRUG$.C. against the formation of germ-tube from blastospores of C. albicans in N-acetyl-glucosamine solution (no culture medium) was markedly high; this is very important because in C. albicans the germ-tube production and @DRUG$-mycelial conversion are prominent for pathogenicity and resistance to host defences.	The activity of @DRUG$ .C. against the formation of germ-tube from blastospores of C. albicans in N-acetyl - glucosamine root ( no culture metier ) was markedly high ; this is very important because in C. albicans the germ-tube production and @DRUG$ - mycelial conversion are prominent for pathogenicity and impedance to boniface defense .	The activity of @DRUG$ very against N-acetyl formation of germ-tube from blastospores of C. albicans in the and glucosamine pathogenicity for no culture medium ) was markedly high ; this is .C. important because in C. albicans the germ-tube production - @DRUG$ - mycelial conversion are prominent ( solution and resistance to host defences .	The activity of @DRUG$ .C. against the formation of germ-tube blastospores of C. albicans in N-acetyl - glucosamine solution ( no culture medium ) was markedly high this is very important because in C. the germ-tube production and @DRUG$ - mycelial conversion are prominent for pathogenicity and resistance to host defences .	@DRUG$ is very effective in preventing the formation of germ-tubes from blastospores of C. albicans, which is important because the germ-tube production and @DRUG$ - mycelial conversion are key factors in C. albicans pathogenicity and resistance to host	0
0	We utilized @DRUG$-@DRUG$-BSA as a coating antigen for ELISA development.	We utilised @DRUG$ -@DRUG$ - BSA as a coating antigen for ELISA development .	We utilized @DRUG$ -@DRUG$ - BSA for a coating antigen as ELISA development .	We utilized @DRUG$ -@DRUG$ - BSA as a coating antigen for development .	We used @DRUG$ as a coating antigen for ELISA development.	1
0	The mean (+/- standard deviation) areas under the metronidazole plasma concentration-time curve (AUC(0-24)) for 1,500-mg q24h (338 +/- 105 mg.h/liter) and 500-mg q8h (356 +/- 68 mg.h/liter) regimens were not different (P > 0.05), but both were significantly higher than the 1,000-@DRUG$ q24h AUC(0-24) (@DRUG$ < 0.05, 227 +/- 57 mg.h/liter).	The tight ( +/- touchstone deflexion ) areas under the flagyl plasma compactness - time curve ( AUC ( 0 - 24 ) ) for 1,500 - mg q24h ( 338 +/- 105 mg.h/liter ) and 500 - mg q8h ( 356 +/- 68 mg.h/ liter ) regimen were not different ( p > 0.05 ) , but both were significantly high pitched than the 1,000 - @DRUG$ q24h AUC ( 0 - 24 ) ( @DRUG$ < 0.05 , 227 +/- 57 mg.h/ liter ) .	The mean ( +/- were deviation ) areas under - metronidazole plasma concentration 356 time curve ( ( ( 0 - 24 105 ) for 1,500 - mg higher ( 338 +/- liter mg.h/liter ) and 500 - mg q8h ( the , 68 mg.h/ ) ) regimens were not different ( P > 0.05 ) , but both standard significantly q24h than the 1,000 - @DRUG$ q24h AUC AUC 0 - 24 ) ( @DRUG$ < 0.05 +/- 227 +/- 57 mg.h/ liter ) .	The mean ( +/- standard deviation ) areas under the metronidazole plasma concentration time curve ( AUC ( 0 - 24 ) 1,500 - mg q24h 338 +/- mg.h/liter ) and 500 - mg q8h ( 356 +/- 68 mg.h/ liter ) were not different ( P > 0.05 ) , but both were significantly higher than the 1,000 - @DRUG$ q24h AUC ( - 24 ) ( @DRUG$ < , 227 +/- 57 mg.h/ liter ) .	The mean ( +/- standard deviation ) areas under the metronidazole plasma concentration - time curve ( AUC ( 0 - 24 ) ) for 1,500 - mg q24h ( 338 +/- 105 mg.h/liter ) and 500 - mg q8h ( 356 +/- 68 mg	1
0	Major pharmacokinetic parameters were @DRUG$ follows: Tmax 1.44 +/- 0.39 h, Cmax 9.83 +/- 2.41 microg x L(-1), t1/2 4.85 +/- 1.23 h and AUC(0-infinity) 40.32 +/- 6.82 microg x h x @DRUG$(-1).	Major pharmacokinetic parametric quantity were @DRUG$ follows : Tmax 1.44 +/- 0.39 heat content , Cmax 9.83 +/- 2.41 microg ex L ( - 1 ) , t1/2 4.85 +/- 1.23 heat content and AUC (  - eternity ) 40.32 +/- 6.82 microg ex heat content ex @DRUG$ ( - 1 ) .	) pharmacokinetic parameters were @DRUG$ follows : Tmax 1.44 +/- 0.39 h , Cmax ) +/- ( microg x L ( - 1 9.83 , - 4.85 +/- 1.23 6.82 and AUC 2.41 0 t1/2 infinity ) 40.32 +/- h microg x h x @DRUG$ ( - 1 Major .	Major pharmacokinetic parameters were @DRUG$ follows : Tmax 1.44 +/- 0.39 h , Cmax 9.83 +/- 2.41 microg x L ( - 1 ) t1/2 4.85 +/- 1.23 h and AUC ( 0 - infinity ) 40.32 +/- microg x x @DRUG$ ( - 1 ) .	The maximum concentration of @DRUG$ in the blood (Cmax) was 9.83 +/- 2.41 microg x L-1, and it was reached 1.44 +/- 0.39 h after administration. The elimination half-life (t1/2) was 4.85 +/-	1
0	The prototypical prostamide antagonists, AGN 204396 and 7, blocked the effects of prostamide @DRUG$(2alpha) and @DRUG$ but not those of PGF(2alpha) and FP receptor agonists in the feline iris.	The prototypical prostamide antagonists , AGN 204396 and septenary , choke up the upshot of prostamide @DRUG$ ( 2alpha ) and @DRUG$ but not those of PGF ( 2alpha ) and FP receptor agonists in the feline iris .	and prototypical prostamide antagonists , AGN 204396 and 7 , blocked the effects of prostamide @DRUG$ ( receptor ) The @DRUG$ but not those of in ( 2alpha ) and FP 2alpha agonists PGF the feline iris .	The prototypical prostamide antagonists , AGN 204396 and 7 , blocked the effects of prostamide @DRUG$ ( 2alpha ) and @DRUG$ but not those of PGF ( 2alpha ) and FP receptor agonists in the feline iris .	AGN 204396 and 7 block the effects of prostamide @DRUG$ and @DRUG$, but not those of PGF and FP receptor agonists.	0
0	@DRUG$ 150 mg could not be distinguished from placebo, though ibuprofen 400 @DRUG$ was distinguished from placebo.	@DRUG$ 150 mg could not be distinguished from placebo , though nuprin 400 @DRUG$ was distinguished from placebo .	@DRUG$ 150 mg could not be distinguished from placebo , though placebo 400 @DRUG$ was distinguished from ibuprofen .	@DRUG$ 150 mg could not distinguished from placebo , though ibuprofen 400 @DRUG$ was distinguished from placebo .	@DRUG$ 150 mg was not distinguishable from placebo, while ibuprofen 400 mg was distinguishable from placebo.	1
0	MANAGEMENT: For the patient presenting with ophthalmologic abnormalities or significant acidosis, the acidosis should be corrected with intravenous @DRUG$, the further generation of toxic metabolite should be blocked by the administration of fomepizole or ethanol and @DRUG$ metabolism should be enhanced by the administration of intravenous folinic acid.	MANAGEMENT : For the affected role presenting with ophthalmologic abnormalities or important acidosis , the acidosis should be corrected with endovenous @DRUG$ , the further coevals of toxic metabolite should be blocked by the administration of fomepizole or fermentation alcohol and @DRUG$ metabolism should be enhanced by the administration of endovenous folinic acid .	MANAGEMENT : For administration patient presenting with of acidosis or significant by , the abnormalities should be corrected with intravenous @DRUG$ , the further generation ophthalmologic acid metabolite should be blocked acidosis the administration of fomepizole or ethanol and @DRUG$ metabolism should be enhanced by the the of intravenous folinic toxic .	MANAGEMENT : For the patient presenting with ophthalmologic abnormalities significant acidosis , the acidosis should be corrected with intravenous @DRUG$ , the further generation of toxic metabolite should be blocked by the administration of fomepizole or ethanol and @DRUG$ metabolism should be enhanced by administration of intravenous folinic acid .	If a patient has ophthalmologic abnormalities or significant acidosis, the acidosis should be corrected with intravenous @DRUG$. The further generation of toxic metabolite should be blocked by the administration of fomepizole or ethanol, and @DRUG$ metabolism should be enhanced by the administration	0
0	Residue and bio-efficacy evaluation of controlled release formulations of imidacloprid against pests in @DRUG$ (@DRUG$ max).	Residue and bio-efficacy evaluation of controlled release formulations of imidacloprid against blighter in @DRUG$ ( @DRUG$ max ) .	Residue and bio-efficacy ( of controlled release formulations of imidacloprid against pests in @DRUG$ evaluation @DRUG$ max ) .	Residue and bio-efficacy evaluation of controlled release formulations of imidacloprid against pests in @DRUG$ ( @DRUG$ max ) .	The evaluation of the residue and bio-efficacy of controlled release formulations of imidacloprid against pests in @DRUG$ (the maximum amount of @DRUG$ that can be used) .	0
0	@DRUG$ is highly lipophilic, virtually insoluble in @DRUG$, and poorly absorbed.	@DRUG$ is extremely lipophilic , virtually insoluble in @DRUG$ , and poorly absorbed .	@DRUG$ is highly lipophilic and virtually insoluble in @DRUG$ , , poorly absorbed .	@DRUG$ is highly lipophilic , virtually insoluble in @DRUG$ , and poorly absorbed .	@DRUG$ is very fat-loving, almost insoluble in @DRUG$, and not well absorbed.	0
0	OBJECTIVE: The effects of @DRUG$ (E4), a natural fetal estrogen, combined with drospirenone (@DRUG$) were evaluated on plasma levels of sex hormone-binding globulin (SHBG), angiotensinogen and 12 hemostasis markers.	object : The effects of @DRUG$ ( E4 ) , a natural fetal estrogen , combined with drospirenone ( @DRUG$ ) were evaluated on plasma tier of sex endocrine - binding globulin ( SHBG ) , angiotensinogen and 12 hemostasis marking .	OBJECTIVE of The effects of @DRUG$ ( E4 ) , a natural fetal estrogen ) combined with drospirenone ( @DRUG$ , binding evaluated on plasma levels were sex hormone - : globulin ( SHBG ) , angiotensinogen and 12 hemostasis markers .	OBJECTIVE The effects of @DRUG$ ( E4 ) , a natural fetal estrogen , combined with drospirenone ( @DRUG$ ) were evaluated on plasma levels of sex hormone - binding globulin ( SHBG ) , angiotensinogen and 12 hemostasis markers .	The effects of @DRUG$ (E4), a natural fetal estrogen, combined with drospirenone (@DRUG$) were evaluated on plasma levels of sex hormone-binding globulin (SHBG), angiotensinogen and 12 hemostasis markers.	0
1	The development of resistance to @DRUG$ is a therapeutic challenge that has led to the development of second-generation ALK-inhibitors such as @DRUG$, which have activity against treatment-resistant ALK mutants.	The development of resistance to @DRUG$ is a remedy challenge that has led to the development of second- generation ALK - inhibitors such as @DRUG$ , which have natural action against treatment - resistive ALK mutants .	The development of resistance to @DRUG$ is a mutants challenge that has led to the development such second- generation activity - inhibitors of as @DRUG$ , which have ALK against treatment - resistant ALK therapeutic .	The development of resistance to @DRUG$ challenge that has led development of second- generation ALK - inhibitors such as @DRUG$ , which have activity against treatment - resistant ALK mutants .	@DRUG$ is a drug that is used to treat a certain type of cancer. However, some cancer cells may become resistant to DRUGA. To overcome this resistance, a new drug called @DRUG$ has been developed that is effective against treatment-resistant ALK mutants.	0
0	Coadministration of haloperidol, cimetidine, ranitidine, chlorpromazine, warfarin, @DRUG$ or flumazenil do not alter the pharmacokinetics of @DRUG$; flumazenil predictably antagonises the hypnotic effects of zolpidem.	Coadministration of haloperidol , cimetidine , zantac , chlorpromazine , warfarin , @DRUG$ or flumazenil do not alter the pharmacokinetics of @DRUG$ ; flumazenil predictably antagonises the mesmeric issue of zolpidem .	Coadministration of haloperidol the cimetidine , ranitidine , chlorpromazine , warfarin , @DRUG$ hypnotic flumazenil do not alter , pharmacokinetics ; @DRUG$ of flumazenil predictably antagonises the or effects of zolpidem .	Coadministration of haloperidol , cimetidine , ranitidine , chlorpromazine , warfarin , @DRUG$ or flumazenil do not alter the pharmacokinetics of @DRUG$ ; antagonises the hypnotic effects zolpidem .	Coadministration of haloperidol, cimetidine, ranitidine, chlorpromazine, warfarin, @DRUG$ or flumazenil do not alter the pharmacokinetics of @DRUG$; flumazenil predictably antagonises the hypnotic effects of	0
0	@DRUG$ @DRUG$ values for RCA I, RCA II, RCA III, RCA IV, and RCA V were approximately 180, 0.1 to 1, >100, 0.2 to 10 and 18 microM, respectively.	@DRUG$ @DRUG$ values for RCA one , RCA II , RCA trio , RCA IV , and RCA V were approximately one hundred eighty , 0.1 to 1 , >100 , 0.2 to 10 and 18 microM , respectively .	@DRUG$ @DRUG$ values for IV I , RCA II , RCA III , RCA RCA , and RCA V were approximately 180 , 0.1 to 1 , to , 0.2 >100 10 and 18 microM , respectively .	@DRUG$ @DRUG$ values for I RCA II , RCA III , RCA , and RCA V were approximately 180 , 0.1 to 1 , >100 , 0.2 to 10 18 microM , respectively .	The values for RCA I , RCA II , RCA III , RCA IV , and RCA V were approximately 180 , 0.1 to 1 , >100 , 0.2 to 10 and 18 microM , respectively .	1
0	Pharmacokinetic interactions of oral timolol maleate 10 mg, with food (3566 kJ), single oral doses of @DRUG$ 1 mg and dihydralazine 25 @DRUG$, and with a 1 week pretreatment with phenobarbitone 100 mg daily were examined in a randomized crossover study in 12 healthy volunteers.	Pharmacokinetic interactions of oral timolol maleate 10 mg , with food ( 3566 kJ ) , single oral doses of @DRUG$ ace mg and dihydralazine 25 @DRUG$ , and with a ace week pretreatment with phenobarbitone hundred mg day to day were examined in a randomised crosswalk study in 12 healthy volunteers .	Pharmacokinetic interactions of oral 12 maleate 10 mg , with food ( oral , in , single 3566 doses of @DRUG$ 1 mg and dihydralazine 25 @DRUG$ kJ and with a 1 a pretreatment with phenobarbitone 100 mg daily were examined in week randomized crossover study ) timolol healthy volunteers .	Pharmacokinetic interactions of oral timolol maleate 10 mg , with food 3566 kJ ) , single of @DRUG$ 1 mg and dihydralazine 25 @DRUG$ , and with a 1 week pretreatment with phenobarbitone 100 mg daily were examined in a randomized crossover study in 12 healthy volunteers .	The pharmacokinetics of oral timolol maleate were not affected by food, single oral doses of @DRUG$ or dihydralazine, or a 1 week pretreatment with phenobarbitone.	1
0	Ibuprofen was the product of a long research programme during the 1950s and 1960s to develop a 'super @DRUG$' for the treatment of rheumatoid arthritis which was as effective @DRUG$ current alternatives but safer.	Ibuprofen was the ware of a long research programme during the 1950s and 1960s to develop a ' super @DRUG$ ' for the treatment of rheumatoid arthritis which was as effective @DRUG$ electric current alternatives but safe .	Ibuprofen was long product of a the research programme during the 1950s and 1960s which develop of ' super @DRUG$ ' for the treatment a rheumatoid arthritis to was as effective @DRUG$ current alternatives but safer .	Ibuprofen was the product of a long research programme the 1950s and 1960s to develop a ' super @DRUG$ ' for the treatment of rheumatoid arthritis which was effective @DRUG$ current alternatives but safer .	@DRUG$ is a more effective and safer alternative to @DRUG$.	0
0	These results demonstrate that @DRUG$(3) modulates vascular tone by reducing @DRUG$ influx into the endothelial cells and hence decreasing the production of endothelium-derived contracting factors.	These results demo that @DRUG$ ( 3 ) modulates vascular tone by reducing @DRUG$ influx into the endothelial cells and thence decreasing the product of endothelium - derived contracting factors .	endothelial results demonstrate These @DRUG$ - 3 ) modulates vascular tone by reducing @DRUG$ influx into the that cells and hence decreasing the production of endothelium ( derived contracting factors .	These results demonstrate @DRUG$ ( 3 ) modulates vascular tone reducing @DRUG$ influx into the endothelial and hence decreasing the production of endothelium - derived contracting factors .	@DRUG$ reduces the influx of @DRUG$ into the endothelial cells, which in turn decreases the production of endothelium-derived contracting factors.	0
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) 5-HT synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain 5-HT by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl propionamide [WAY100135; 10 mg/kg, i.p. 30 min before flibanserin, or 40 mg/kg, s.c. 15 min before flibanserin] and tertatolol (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) 5-HT(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 @DRUG$/kg, s.c. simultaneously with @DRUG$).	The effect of flibanserin (  mg / kg , i.p. 30 taiwanese before try ) on learned helplessness was not antagonized by the ( a ) fin - HT synthetic thinking inhibitor parachlorophenylalanine ( pCPA ; cl mg / kg p.o.x3 times ) , which reduced mentality fin - HT by 89 % ; ( b) fin - HT ( 1A ) receptor antagonist ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; ten mg / kg , i.p. 30 taiwanese before flibanserin , or  mg / kg , s.c. 15 taiwanese before flibanserin ] and tertatolol ( 2.5 and fin mg / kg , i.p. 30 taiwanese before flibanserin ) ; and ( c ) fin - HT ( deuce ) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine ( doi ; three @DRUG$ / kg , s.c. at the same time with @DRUG$ ) .	The effect of flibanserin ( 32 mg / kg , testing 30 min before receptor ) on learned helplessness was not antagonized / the ( a ) 5 b) HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kg p.o.x3 times ) , which reduced brain 5 - HT by tertatolol % ; ( min 5 - HT ( 1A ( i.p. antagonists ( 30 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide with WAY100135 ; 10 mg / kg , i.p. 15 min min flibanserin , or 40 mg +/-)-N-tert-butyl-3-4-( kg , s.c. by before before flibanserin ] and 89 ( 2.5 and 5 2 / kg , i.p. 30 - before flibanserin ) ; and ( c ) 5 - HT ( mg ) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine ) DOI ; 3 @DRUG$ / kg , s.c. simultaneously [ @DRUG$ ) .	The effect of flibanserin ( 32 mg kg i.p. 30 min before testing ) on learned helplessness was not antagonized by the ( a ) 5 - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kg p.o.x3 times ) , which reduced brain 5 - HT by % ; ( b) 5 - HT 1A ) receptor antagonists +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ ; 10 mg / kg , 30 min before flibanserin or 40 mg / kg , s.c. 15 min flibanserin and tertatolol ( 2.5 and 5 mg kg i.p. 30 min before ) ; and ( c 5 - HT ( 2 ) receptor (+/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 @DRUG$ / kg , s.c. simultaneously with @DRUG$ ) .	Flibanserin did not antagonize the effect of parachlorophenylalanine on learned helplessness, which reduced brain 5-HT by 89%. However, WAY100135 (10 mg/kg, i.p. 30 min before flibanserin), tertatolol	1
0	If, however, the animal has sufficient supplies of @DRUG$ and phosphate, the @DRUG$-hydroxylase is shut down and instead the 25-OH-D3 is converted to a 24,25-(OH)2D3.	If , however , the animal has sufficient supplies of @DRUG$ and phosphate , the @DRUG$ - hydroxylase is shut down and rather the  - buckeye state - D3 is convert to a 24,25 - ( buckeye state ) 2D3 .	If the phosphate , the animal has sufficient supplies of @DRUG$ however and , the @DRUG$ - hydroxylase is shut down and instead , 25 - OH - D3 is converted to a OH - ( 24,25 ) 2D3 .	If , however , the animal has sufficient supplies of @DRUG$ and phosphate , the @DRUG$ - hydroxylase is shut down and the 25 - OH - D3 is converted to 24,25 - ( OH ) 2D3 .	If the animal has sufficient supplies of @DRUG$ and phosphate, the @DRUG$-hydroxylase is shut down and instead the 25-OH-D3 is converted to a 24,25-(OH)2D3.	0
1	By contrast, @DRUG$ performed best in terms of gamma-glutamyl-transferase values, and trimipramine, clomipramine, and @DRUG$ performed worst.	aside contrast , @DRUG$ performed best in terms of gamma-glutamyl- transferase note value , and trimipramine , clomipramine , and @DRUG$ performed worst .	By contrast , @DRUG$ performed best in terms , gamma-glutamyl- transferase values of and trimipramine , clomipramine worst and @DRUG$ performed , .	By contrast , @DRUG$ performed best in terms of gamma-glutamyl- values , and trimipramine , clomipramine , and @DRUG$ performed worst .	@DRUG$ performed best in terms of gamma-glutamyl- transferase values, and @DRUG$ performed worst.	0
0	@DRUG$ (10 and 20 @DRUG$) produced significantly fewer psychomotor side effects than clonazepam (0.5 and 1 mg).	@DRUG$ ( 10 and  @DRUG$ ) produced importantly fewer psychomotor side effects than clonazepam ( 0.5 and 1 mg ) .	@DRUG$ ) 10 and 20 @DRUG$ ) produced significantly fewer psychomotor side effects than ( ( 0.5 and 1 mg clonazepam .	@DRUG$ ( 10 and 20 @DRUG$ produced significantly fewer side than clonazepam ( 0.5 1 mg ) .	The higher the dose of @DRUG$, the fewer the psychomotor side effects. However, clonazepam produced significantly fewer psychomotor side effects than DRUGA at both doses.	1
1	S-demethylcitalopram (S-DCT), the principal metabolite, is present at approximately one-third the level of @DRUG$; however, S-DCT is a weak inhibitor of @DRUG$ reuptake and does not contribute appreciably to the therapeutic activity of escitalopram.	S- demethylcitalopram ( S- DCT ) , the principal metabolite , is present at approximately unrivaled - third gear the level of @DRUG$ ; however , S- DCT is a weak inhibitor of @DRUG$ reuptake and does not impart appreciably to the curative activity of escitalopram .	S- demethylcitalopram ( S- DCT ) of , principal metabolite , is present a approximately one - third the level of @DRUG$ ; however the S- DCT contribute at weak inhibitor , @DRUG$ reuptake and does not is appreciably to the therapeutic activity of escitalopram .	S- demethylcitalopram ( S- DCT ) , the principal metabolite , is present at approximately one third the level of @DRUG$ ; however , S- DCT is a weak inhibitor of @DRUG$ reuptake and does not contribute appreciably to the therapeutic activity of .	S- demethylcitalopram ( S- DCT ) is a weak inhibitor of @DRUG$ reuptake and does not contribute appreciably to the therapeutic activity of escitalopram .	1
0	@DRUG$ (HOCl) is a weak acid and dissociates to the @DRUG$ ion (-OCl) and proton (H+) depending on the solution pH. It is generally believed that HOCl is the active species in the germicidal action, whereas the concentration of -OCl is a key factor determining the cleaning efficiency.	@DRUG$ ( HOCl ) is a feeble acid and dissociates to the @DRUG$ ion ( - OCl ) and proton ( H + ) depending on the solution ph scale . It is generally believed that HOCl is the active mintage in the germicidal action , whereas the assiduity of - OCl is a key factor in determinative the cleaning efficiency .	@DRUG$ is HOCl ) is a weak acid and dissociates to the @DRUG$ ion ( - OCl ) and OCl ( determining + ) depending on the solution ( . It pH generally believed that HOCl concentration the active species in the germicidal action , whereas the cleaning of - proton is a key factor H the is efficiency .	@DRUG$ ( HOCl ) is a weak acid and dissociates to @DRUG$ ion ( - ) and ( H + depending on the solution pH . It is generally believed HOCl is the active species in the germicidal action whereas the concentration of - OCl is a key factor determining the cleaning efficiency .	@DRUG$ ( HOCl ) is a weak acid and dissociates to the @DRUG$ ion ( - OCl ) and proton ( H + ) depending on the solution pH . It is generally believed that HOCl is the active species in the germicidal action , whereas the concentration of	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, @DRUG$, sesame oil, @DRUG$ oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A revaluation of commercially available oral and injectable root conceptualization reveals that the solubilizing excipients let in water - soluble organic solvents ( polythene glycol  , polythene glycol four hundred , ethyl alcohol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor releasing hormone 40 , Cremophor releasing hormone 60 , d-alpha-tocopherol polythene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol element  fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG  , four hundred , or 1750 ) , water - insoluble lipids ( castor oil , indian corn oil , cottonseed oil , olea europaea oil , insignificant oil , eucalyptus amygdalina oil , @DRUG$ , benne oil , @DRUG$ oil , hydrogenated vegetable oil , hydrogenated soybean oil , and medium- chain triglycerides of coco palm oil and palm seed oil ) , organic liquidness / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated glycine max phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available water and , solution formulations reveals that the / excipients include oral - , organic solvents 44/14 polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - water , dimethylacetamide , and dimethylsulfoxide 20 80 ) surfactants ( Cremophor EL , Cremophor RH mono- , cottonseed d-alpha-tocopherol poloxamer , polysorbate polyethylene glycol 1000 succinate , polysorbate ) , , , , Solutol HS 15 , sorbitan monooleate injectable , 407 semi-solids Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire ( , Softigen 767 , and 40 and di-fatty acid esters of PEG 300 , 400 , ) 1750 non-ionic , pyrrolidone - insoluble lipids ( castor oil , corn oil , Cremophor oil , olive oil 60 peanut oil , peppermint oil soluble @DRUG$ , sesame oil , @DRUG$ oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil or RH organic liquids solubilizing , ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of available oral and injectable solution formulations reveals that the solubilizing excipients include water - organic solvents ( polyethylene glycol 300 , polyethylene 400 , ethanol , glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 Solutol HS 15 , sorbitan monooleate , poloxamer , Labrafil , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil peppermint oil , @DRUG$ , sesame oil , @DRUG$ oil , hydrogenated oils , hydrogenated oil , and medium- chain triglycerides coconut oil palm oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Then, supplementation was switched to 50 IU/kg/day of CWS/@DRUG$ @DRUG$ for 1 month.	Then , supplementation was swap to 50 IU / kg / day of CWS / @DRUG$ @DRUG$ for 1 calendar month .	Then , switched was 50 to supplementation IU / kg / day of CWS / @DRUG$ @DRUG$ for 1 month .	Then , supplementation was switched to 50 IU / kg / day of CWS / @DRUG$ @DRUG$ for 1 month .	CWS / @DRUG$ @DRUG$	0
0	Amoxicillin, with its good oral absorption and broad spectrum antimicrobial activity, was chosen as the antibiotic to be @DRUG$-administered with clavulanic acid and, in tablet formulation, was launched @DRUG$ Augmentin in the UK in 1981.	polymox , with its salutary oral absorption and broad spectrum antimicrobial activity , was chosen as the antibiotic drug to be @DRUG$ - administered with clavulanic acid and , in tablet preparation , was launched @DRUG$ Augmentin in the UK in 1981 .	Amoxicillin , with as good oral absorption and broad was antimicrobial activity was , chosen its the antibiotic to be @DRUG$ , administered with clavulanic acid and - in tablet formulation , spectrum launched @DRUG$ Augmentin in the UK in 1981 .	Amoxicillin , with its good oral absorption and broad spectrum antimicrobial , was chosen as the antibiotic to be @DRUG$ - administered with clavulanic acid and , in tablet formulation , was launched @DRUG$ Augmentin in the UK in	Amoxicillin is a drug that is often prescribed to treat a variety of bacterial infections. When taken in combination with clavulanic acid, it is known as Augmentin. This drug was first introduced in the United Kingdom in 1981.	1
0	In subjects whose dosage of levomethadyl or methadone remained fixed over at least 8 weeks, the QTc continued to increase progressively over time (@DRUG$ = .08 for the @DRUG$ group, P = .01 for the methadone group).	In guinea pig whose dose of levomethadyl or methadone remained fixed over at least 8 weeks , the QTc uphold to increase more and more over time ( @DRUG$ = .08 for the @DRUG$ group , P = .01 for the methadone group ) .	over subjects whose dosage of levomethadyl QTc increase time fixed over at least 8 weeks , the or continued to methadone progressively In remained ( @DRUG$ = .08 for the @DRUG$ group , P = .01 for the methadone group ) .	In subjects dosage of levomethadyl or methadone remained fixed over at least 8 weeks the QTc continued to increase progressively ( @DRUG$ = .08 for the @DRUG$ group , P = .01 for the methadone group ) .	In subjects whose dosage of levomethadyl or methadone remained fixed over at least 8 weeks, the QTc continued to increase progressively over time.	1
1	Biodistribution quantitative whole-body autoradiography demonstrated high @DRUG$ levels in bone marrow (i.e., primary hematopoietic site) as well @DRUG$ other known hematopoietic sites persisting through at least 3 weeks at 2.1 mg/kg.	Biodistribution quantitative whole - body autoradiography demonstrated high @DRUG$ levels in bone marrow ( i.e. , primary hematogenic site ) as well @DRUG$ other known hematogenic sites persisting through at least leash workweek at 2.1 mg / kg .	Biodistribution quantitative whole hematopoietic body demonstrated autoradiography high @DRUG$ levels in bone marrow ( i.e. , primary - site ) as weeks @DRUG$ other known hematopoietic sites persisting through at least 3 well at 2.1 mg / kg .	Biodistribution quantitative whole - body autoradiography demonstrated high @DRUG$ levels in bone marrow ( , primary hematopoietic site ) as well @DRUG$ other known hematopoietic sites persisting through at 3 at 2.1 mg / .	@DRUG$ levels were high in the bone marrow (the primary hematopoietic site) as well as other known hematopoietic sites, persisting through at least 3 weeks at 2.1 mg/kg.	1
0	RESULTS: The main pharmacokinetic parameters of quetiapine, 7-hydroxy-N-dealkyl-@DRUG$, quetiapine sulfoxide, and 7-hydroxy-quetiapine were as follows: tmax were 2.0 (0.3-5.0), 4.0 (1.5-6.0), 3.0 (0.5-5.0), and 3.0 (0.5-5.0) h respectively; t1/2 were (7+/-3), (9.4+/-2.7), (7+/-3), and (8+/-5) h, respectively; Cmax(SS) were (678+/-325), (19+/-5), (451+/-216), and (58+/-22) microg/L, respectively; Cmin(SS) were (51+/-68), (3.3+/-1.6), (35+/-36), and (5+/-4) microg/L, respectively; Cav(SS) were (295+/-144), (13+/-4), (209+/-71), and (28+/-9) micro/L, respectively; AUC(0-12)(SS) were (3,538+/-1 728), (153+/-44), (2,512+/-854), and (335+/-104) microg.h.L(-1), respectively; AUC(0-infinite)(SS) were (5,534+/-4 198), (287+/-107), (3,858+/-2 012), and (529+/-262) microg.h.L(-1), respectively; Ke were (0.11+/-0.03), (0.079+/-0.019), (0.11+/-0.03), and (0.103+/-0.028) h(-1), respectively; CL/F and V/F of quetiapine were (67+/-25) L.h(-1) and (672+/-394) @DRUG$, respectively.	RESULTS : The primary pharmacokinetic parameters of quetiapine , septet - hydroxy - N-dealkyl - @DRUG$ , quetiapine sulfoxide , and septet - hydroxy - quetiapine were as postdate : tmax were 2.0 ( 0.3-5.0 ) , 4.0 ( 1.5-6.0 ) , 3.0 ( 0.5- 5.0 ) , and 3.0 ( 0.5 - 5.0 ) heat content respectively ; t1/2 were ( 7+/-3 ) , ( 9.4+/-2.7 ) , ( 7+/-3 ) , and ( 8+/-5 ) heat content , respectively ; Cmax ( SS ) were ( 678+ /-325 ) , ( 19+/-5 ) , ( 451+/-216 ) , and ( lviii + / -  ) microg / cubic decimetre , respectively ; Cmin( SS ) were ( 51+/-68 ) , ( 3.3+/-1.6 ) , ( 35+ /-36 ) , and ( pentad +/-4 ) microg / cubic decimetre , respectively ; Cav ( SS ) were ( 295 + / -144 ) , ( 13+ / -4 ) , ( 209 + / -71 ) , and ( xxviii + / -9 ) micro /L , respectively ; AUC ( 0 - dozen ) ( SS ) were ( 3,538+/-1 728 ) , ( 153 + /-44 ) , ( 2,512+/-854 ) , and ( 335+ /-104 ) microg.h.L ( - i ) , respectively ; AUC ( 0 - infinite ) ( SS ) were ( 5,534 +/-4 198 ) , ( 287+/-107 ) , ( 3,858+/-2 012 ) , and ( 529+ /-262 ) microg.h.L ( - i ) , respectively ; Ke were ( 0.11+/-0.03 ) , ( 0.079+/-0.019 ) , ( 0.11+/-0.03 ) , and ( 0.103+/-0.028 ) h( - i ) , respectively ; CL / F and V/ F of quetiapine were ( 67+/-25 ) L.h ( - i ) and ( 672+ /-394 ) @DRUG$ , respectively .	RESULTS : The , pharmacokinetic parameters of quetiapine , ) - hydroxy - N-dealkyl - @DRUG$ , quetiapine sulfoxide , and 7 - hydroxy - quetiapine were as follows : tmax were 2.0 ( ( ) ) , ( 1.5-6.0 ) + , ( 0.5- 5.0 ( , and - ( ( - 5.0 ) h ) ) t1/2 were ( 7+/-3 ) and ( 9.4+/-2.7 ) , ( 7+/-3 ) , and were 8+/-5 ) 12 728 respectively ; Cmax ( SS ) were 7 678+ /-325 ) , ( 19+/-5 ) , ( 451+/-216 ) , and ) 58 + / - ; ( microg / L , respectively ; Cmin( SS ) , ( 51+/-68 ) , , 3.3+/-1.6 ) ( ( 35+ /-36 ) , and ( 5 +/-4 , microg / L , respectively , Cav ( SS 22 were ( 295 + / -144 ) 4.0 0.5 13+ / -4 ) , ( 209 main / -71 respectively , and ( 28 + / -9 ) micro /L , respectively ; AUC ( 0 - h ) ( SS ) were ( 3,538+/-1 , ) , ( - + /-44 ) , ( 2,512+/-854 ) 153 and , 335+ /-104 ) microg.h.L ( 3.0 1 ) , respectively ; AUC ( 0 - infinite ) ( SS ) were ( 5,534 +/-4 198 ) ( 012 287+/-107 ) , ( 3,858+/-2 ( ) , and ( 529+ /-262 ) microg.h.L ( , 1 ) , respectively ; Ke were 0.3-5.0 0.11+/-0.03 ) ; ( 0.079+/-0.019 ) , ( 0.11+/-0.03 ) 3.0 , ( 0.103+/-0.028 ) h( - 1 ) ( respectively ; CL / F and V/ F of quetiapine were ( 67+/-25 ) L.h ( - 1 ) and ( 672+ /-394 ) @DRUG$ , respectively .	RESULTS : The main pharmacokinetic parameters of quetiapine , 7 - hydroxy - N-dealkyl - @DRUG$ quetiapine sulfoxide , and 7 - hydroxy quetiapine were as follows tmax were 2.0 ( 0.3-5.0 ) , 4.0 ( 1.5-6.0 ) , 3.0 ( 0.5- 5.0 ) , and 3.0 ( 0.5 - 5.0 ) h respectively t1/2 ( 7+/-3 ) , ( 9.4+/-2.7 ) , ( 7+/-3 ) , and ( 8+/-5 ) h , respectively ; Cmax SS ) were ( 678+ /-325 ) , ( 19+/-5 ) , ( 451+/-216 ) , and ( + / - 22 ) microg / L , respectively Cmin( SS ) ( 51+/-68 ) , ( 3.3+/-1.6 ) , ( 35+ /-36 ) , and +/-4 ) microg / L , respectively ; Cav ( SS ) were ( 295 + / -144 ) , ( 13+ / ) , ( + / -71 ) , and ( 28 + / -9 ) micro /L , respectively ; AUC ( 0 - 12 ) ( SS ) were ( 3,538+/-1 728 ) , ( 153 + /-44 ) ( 2,512+/-854 ) , and ( 335+ /-104 ) microg.h.L ( - 1 ) , respectively ; AUC ( 0 - infinite ) ( SS ) were 5,534 +/-4 198 ) , 287+/-107 , ( 3,858+/-2 012 ) , and ( 529+ /-262 ) microg.h.L ( - , respectively ; Ke were ( 0.11+/-0.03 ) , ( 0.079+/-0.019 ) , ( 0.11+/-0.03 ) , and ( 0.103+/-0.028 ) h( - 1 ) , respectively CL / F and V/ F of quetiapine ( 67+/-25 ) L.h ( - 1 ) and ( 672+ /-394 ) @DRUG$ , respectively .	The main pharmacokinetic parameters of quetiapine, 7-hydroxy-N-dealkyl-@DRUG$, quetiapine sulfoxide, and 7-hydroxy-quetiapine were as follows: tmax were 2.0 (0.3	1
0	Acting on a truncated form of nuclear TRalpha1 (TRDeltaalpha1) located in cytoplasm, T(4) and 3,3',5'-@DRUG$ (reverse T(3)), but not T(3), cause conversion of soluble actin to fibrous (@DRUG$) actin that is important to cell motility, e.g., in cells such as glia and neurons.	Acting on a abbreviated form of atomic TRalpha1 ( TRDeltaalpha1 ) located in cytoplasm , tonne ( quadruplet ) and 3,3' ,5 ' - @DRUG$ ( reverse tonne ( 3 ) ) , but not tonne ( 3 ) , cause conversion of soluble actin to fibrous ( @DRUG$ ) actin that is important to cell move , e.g. , in cells such as neuroglia and neurons .	Acting on a truncated form of nuclear TRalpha1 cell T ) located in cytoplasm reverse T fibrous , ) and 3,3' ,5 ' - @DRUG$ ( , T ( 3 ) ) 4 but not TRDeltaalpha1 ( 3 ) , cause conversion of soluble actin to ( ( @DRUG$ ) actin that is important to ( motility , e.g. , in cells such as glia and neurons .	Acting on a truncated form of nuclear TRalpha1 ( TRDeltaalpha1 ) located cytoplasm , T ( 4 ) and 3,3' ,5 ' - @DRUG$ ( reverse T ( 3 ) ) , but not T ( 3 ) , cause conversion of soluble actin to fibrous ( @DRUG$ ) actin that is important to cell motility , , in cells such as glia and neurons	@DRUG$ causes the conversion of soluble actin to fibrous actin, which is important to cell motility.	1
0	Here we report the identification and characterization of a haem polymerase enzyme activity from extracts of Plasmodium falciparum trophozoites, and show that this enzyme is inhibited by quinoline-containing drugs such @DRUG$ @DRUG$ and quinine.	Here we report the identification and word picture of a haem polymerase enzyme activity from pull of Plasmodium falciparum trophozoite , and show that this enzyme is inhibited by quinoline - containing drugs such @DRUG$ @DRUG$ and quinine .	Here we report the identification and characterization this a haem polymerase enzyme activity from , of Plasmodium falciparum trophozoites inhibited and show that of enzyme is extracts by quinoline - containing drugs such @DRUG$ @DRUG$ and quinine .	Here we report the identification and characterization of a haem polymerase enzyme activity from of Plasmodium trophozoites , and show that this is inhibited by quinoline - containing drugs @DRUG$ @DRUG$ and quinine .	The enzyme activity that we found in the trophozoites is inhibited by quinoline-containing drugs such as @DRUG$, @DRUG$, and quinine.	0
0	A natural product that lowers @DRUG$ @DRUG$ an antagonist ligand for FXR.	A natural product that take down @DRUG$ @DRUG$ an antagonist ligand for FXR .	antagonist natural product that lowers @DRUG$ @DRUG$ an A ligand for FXR .	A natural product that lowers @DRUG$ @DRUG$ an antagonist ligand for FXR .	@DRUG$ is a natural product that lowers @DRUG$. DRUGB is an antagonist ligand for FXR.	0
0	Deslorelin was incubated with intact cornea either alone or in the presence of 0.1 mM ouabain, 0.1% 2,4-dinitrophenol, 0.1 mM phosphoramidon, 0.1 mM N-tosyl-L-phenylalanine chloromethylketone (TPCK), 0.1-2% @DRUG$, 0.1-1% ZnCl2, 0.1% dithiothreitol (DTT), or 0.1% @DRUG$ (NEM) at 37 degrees C.	Deslorelin was brood with inviolate cornea either unequalled or in the comportment of 0.1 mm ouabain , 0.1 % 2,4-dinitrophenol , 0.1 mm phosphoramidon , 0.1 mm N-tosyl-L-phenylalanine chloromethylketone ( TPCK ) , 0.1-2 % @DRUG$ , 0.1- 1 % ZnCl2 , 0.1 % dithiothreitol ( DTT ) , or 0.1 % @DRUG$ ( NEM ) at xxxvii degrees C.	0.1 was incubated with intact cornea either 0.1 or ZnCl2 the presence of alone mM ouabain , 0.1 % 2,4-dinitrophenol , Deslorelin , phosphoramidon mM 0.1 mM N-tosyl-L-phenylalanine chloromethylketone ( TPCK or , 0.1-2 % @DRUG$ % 0.1- 1 % in , 0.1 , dithiothreitol ( DTT ) , ) 0.1 % @DRUG$ ( NEM ) at 37 degrees C.	Deslorelin was incubated with cornea either alone or in the presence of 0.1 mM ouabain , 0.1 % 2,4-dinitrophenol 0.1 mM phosphoramidon , 0.1 mM N-tosyl-L-phenylalanine chloromethylketone ( TPCK ) , 0.1-2 @DRUG$ 0.1- % ZnCl2 , 0.1 % ( DTT ) , or 0.1 % @DRUG$ ( NEM ) at 37 degrees C.	Deslorelin was incubated with intact cornea either alone or in the presence of various concentrations of @DRUG$ or @DRUG$ at 37 degrees C.	0
0	@DRUG$, a sterile aqueous colloidal solution of beta-@DRUG$ and dextran glucoheptonic acid, was compared with iron dextran for the prevention of Fe deficiency anemia in young pigs.	@DRUG$ , a sterile aqueous colloidal solution of beta- @DRUG$ and dextran glucoheptonic vitriolic , was compared with cast iron dextran for the prevention of Fe lack anemia in young pigs .	@DRUG$ , a sterile aqueous the solution of beta- @DRUG$ and dextran glucoheptonic acid of was compared prevention iron dextran for colloidal with , Fe deficiency anemia in young pigs .	@DRUG$ , a sterile aqueous colloidal solution of beta- @DRUG$ and dextran glucoheptonic acid , was compared with iron dextran for the prevention of Fe deficiency in young pigs	@DRUG$ is a sterile aqueous colloidal solution of beta-@DRUG$ and dextran glucoheptonic acid. It was compared with iron dextran for the prevention of Fe deficiency anemia in young pigs.	0
0	OBJECTIVE: To compare the pharmacokinetics of @DRUG$ and procaine in racehorses following i.m. administration of penicillin G @DRUG$ (PGP) with pharmacokinetics following i.m. administration of penicillin G potassium and procaine hydrochloride (PH).	aim : To compare the pharmacokinetics of @DRUG$ and ethocaine in racehorses following i.m. administration of penicillin G @DRUG$ ( PGP ) with pharmacokinetics following i.m. administration of penicillin G potassium and ethocaine hydrochloride ( ph scale ) .	of penicillin To compare the pharmacokinetics OBJECTIVE @DRUG$ and procaine in racehorses following i.m. administration of : G @DRUG$ ( PGP ) with pharmacokinetics following i.m. administration of penicillin G potassium and procaine hydrochloride ( PH ) .	OBJECTIVE : To compare the pharmacokinetics of @DRUG$ procaine racehorses following i.m. administration of penicillin G @DRUG$ ( PGP ) with pharmacokinetics following i.m. administration of penicillin potassium and procaine hydrochloride ( PH )	The pharmacokinetics of @DRUG$ and procaine are compared in racehorses following i.m. administration of penicillin G @DRUG$ ( PGP ) with pharmacokinetics following i.m. administration of penicillin G potassium and procaine hydrochloride ( PH )	0
0	Drugs with the lowest affinity for the channel site and/or higher affinity for non-NMDA CNS sites, @DRUG$, @DRUG$, 1-phenyl-1,2,3,4-tetrahydroisoquinoline, alpha-benzyl- N-methylphenethylamine and orphenadrine, failed to substitute for PCP.	Drugs with the lowest chemical attraction for the channel internet site and / or higher chemical attraction for non-NMDA CNS sites , @DRUG$ , @DRUG$ , 1 - phenyl-1,2,3,4-tetrahydroisoquinoline , alpha- benzyl - N-methylphenethylamine and orphenadrine , break down to substitute for phencyclidine hydrochloride .	Drugs with the lowest affinity for the channel site and / or higher affinity , alpha- phenyl-1,2,3,4-tetrahydroisoquinoline sites , @DRUG$ for @DRUG$ , 1 - CNS failed non-NMDA benzyl - N-methylphenethylamine and orphenadrine , , to substitute for PCP .	Drugs with the affinity for the channel site and / or higher affinity for non-NMDA CNS sites @DRUG$ @DRUG$ , 1 - phenyl-1,2,3,4-tetrahydroisoquinoline , alpha- benzyl - and orphenadrine , failed to substitute for PCP .	Drugs that have a low affinity for the channel site and/or a higher affinity for non-NMDA CNS sites (such as 1-phenyl-1,2,3,4-tetrahydroisoquinoline, alpha-benzyl-N-methylphenethy	1
0	In patients with severe hypertension, telmisartan 80 to 160 mg/day was as effective @DRUG$ enalapril 20 to 40 mg/day (both agents could be titrated and combined sequentially with @DRUG$ 25 mg and amlodipine 5 mg).	In patients with severe hypertension , telmisartan 80 to 160 mg / day was as effective @DRUG$ enalapril 20 to forty mg / day ( both agent could be titrated and combined sequentially with @DRUG$ xxv mg and amlodipine v mg ) .	In patients with severe hypertension , telmisartan 25 to 160 mg / day was as could @DRUG$ enalapril 20 to 40 effective / day ( both sequentially mg be titrated and combined agents with @DRUG$ 80 mg and amlodipine 5 mg ) .	In patients with severe hypertension , telmisartan 80 to mg / was as effective @DRUG$ enalapril 20 to 40 mg / day ( both agents could be titrated and combined sequentially with @DRUG$ 25 mg and 5 mg ) .	Telmisartan is as effective as enalapril in patients with severe hypertension, and both agents can be titrated and combined sequentially with amlodipine.	1
1	Eleven adult fallow deer (Cervus dama) were anesthetized using a mixture of @DRUG$/@DRUG$/zolazepam, and 10 were anesthetized with a mixture of medetomidine/tiletamine/zolazepam.	eleven adult fallow cervid ( genus cervus dama ) were anesthetized using a mixture of @DRUG$ / @DRUG$ / zolazepam , and 10 were anesthetized with a mixture of medetomidine / tiletamine / zolazepam .	Eleven adult fallow deer zolazepam Cervus dama ) were anesthetized using a mixture tiletamine @DRUG$ / @DRUG$ with ( , and 10 were anesthetized / a mixture of medetomidine / of / zolazepam .	adult fallow deer ( Cervus dama were anesthetized a mixture of @DRUG$ / @DRUG$ / zolazepam , and were anesthetized with mixture of medetomidine / tiletamine / zolazepam .	Eleven adult fallow deer were anesthetized using a mixture of @DRUG$ / @DRUG$ / zolazepam , and 10 were anesthetized with a mixture of medetomidine / tiletamine / zolazepam .	0
0	We recommend a loading dose of 600 @DRUG$ of @DRUG$ given at least 2 h prior to planned PCI followed by 75 mg/d (Grade 1B).	We urge a loading dose of 600 @DRUG$ of @DRUG$ given at least 2 h prior to planned PCI followed by 75 magnesium / ergocalciferol ( Grade 1B ) .	We recommend ) loading dose of 600 @DRUG$ of @DRUG$ given at least 2 h prior to a ( followed by 75 mg / d PCI Grade 1B planned .	We recommend a loading dose of 600 @DRUG$ of @DRUG$ given least 2 h prior to planned PCI followed by mg / d ( Grade 1B ) .	We recommend that you give 600 milligrams of @DRUG$ to the patient at least two hours before the planned PCI procedure, followed by a dose of 75 milligrams per day.	1
0	In addition to @DRUG$ and hypertensive hypervolemic therapy, promising new treatments for vasospasm or its ischemic complications include magnesium sulfate, fasudil hydrochloride, @DRUG$ mesylate, erythropoietin, and induced hypothermia.	inch addition to @DRUG$ and hypertensive hypervolemic therapy , promising new treatments for vasospasm or its ischemic complications include atomic number  sulfate , fasudil hydrochloride , @DRUG$ mesylate , erythropoietin , and rush hypothermia .	In addition , @DRUG$ and hypertensive hypervolemic ischemic therapy promising new treatments for vasospasm or its , complications include magnesium sulfate , fasudil hydrochloride , @DRUG$ mesylate to erythropoietin , and induced hypothermia .	In addition to @DRUG$ and hypertensive hypervolemic therapy , promising new treatments for vasospasm or its ischemic complications include magnesium sulfate , hydrochloride , @DRUG$ mesylate , erythropoietin , and induced hypothermia .	There are a number of promising new treatments for vasospasm or its ischemic complications that may be used in addition to @DRUG$ and hypertensive hypervolemic therapy .	1
0	After a 48-hour resting period, epidural @DRUG$/zolazepam, 0.5 mg kg(-1) (treatment I) or 1.0 mg kg(-1) (treatment II), diluted up to 5 mL in @DRUG$, was administered with a 1-week interval between the treatments.	After a 48 -  minutes resting period , epidural anaesthesia @DRUG$ / zolazepam , 0.5 milligram kg ( - 1 ) ( treatment I ) or 1.0 milligram kg ( - 1 ) ( treatment II ) , diluted up to 5 mL in @DRUG$ , was distribute with a 1 - calendar week interval between the treatments .	up a 0.5 - hour resting period , epidural @DRUG$ / zolazepam , 48 mg kg ( ) 1 ) ( treatment I - or 1.0 mg kg ( - 1 ) , treatment II ) , diluted After to 5 mL in @DRUG$ ( was administered with a 1 - week interval between the treatments .	After a 48 - hour resting period , epidural @DRUG$ / , mg kg ( - 1 I ) or 1.0 mg kg ( - 1 ) ( treatment ) , diluted up to 5 mL in @DRUG$ , was administered with a 1 - week interval between the treatments .	After a 48 - hour resting period, epidural @DRUG$/zolazepam, 0.5 mg kg(-1) (treatment I) or 1.0 mg kg(-1) (treatment II), diluted up to 5 mL in @DRUG$, was administered with a 1	0
0	Nafarelin acetate is a gonadotropin-releasing hormone (@DRUG$) agonist proven @DRUG$ effective as danazol in treating endometriosis.	Nafarelin acetate is a gonadotropin-releasing hormone ( @DRUG$ ) agonist proven @DRUG$ effectual as danazol in treating endometriosis .	Nafarelin acetate is ( gonadotropin-releasing hormone a @DRUG$ ) agonist proven @DRUG$ effective as danazol in treating endometriosis .	Nafarelin acetate is a hormone @DRUG$ ) agonist proven @DRUG$ effective as danazol in treating endometriosis .	@DRUG$ is a hormone that causes the body to produce other hormones (gonadotropins). Gonadotropins are hormones that stimulate the ovaries to produce eggs. @DRUG$ is a drug that mimics the action of gonadotropins, causing the ovaries to produce eggs.	0
0	The number of events meeting this combined outcome showed a nonsignificant trend toward a lower value in the @DRUG$ group at 30 days (805 vs. 864, @DRUG$=0.13) and at the end of the study (1222 vs. 1308, P=0.06).	The keep down of events meeting this meld issue showed a nonsignificant trend toward a lower value in the @DRUG$ group at 30 days ( 805 vs. 864 , @DRUG$ =0.13 ) and at the closing of the study ( 1222 vs. 1308 , P=0.06 ) .	The number of events of this combined outcome showed a in trend toward a lower value nonsignificant the @DRUG$ group at vs. days ( 805 30 864 the @DRUG$ =0.13 ) and at , end meeting the study ( 1222 vs. 1308 , P=0.06 ) .	The number of events meeting this combined outcome showed a nonsignificant trend toward a lower value in the @DRUG$ group at 30 days ( 805 vs. 864 , @DRUG$ =0.13 and at the end of the study ( 1222 vs. 1308 , P=0.06 .	The number of events meeting this combined outcome showed a nonsignificant trend toward a lower value in the @DRUG$ group at 30 days ( 805 vs. 864 ) and at the end of the study ( 1222 vs. 1308 ) .	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, @DRUG$; hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, @DRUG$, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This offspring focalize on the fall out survival of the fittest of drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , faeces - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , null ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( spark off ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem na , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , @DRUG$ ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , @DRUG$ , iodin ( i131 ) tositumomab , irofulven , atomic number  - 1018 ; Lasofoxifene tartrate , l dopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - two b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort pull out , sunitinib malate ; tadalafil , tanaproget , genus taxus , tiotropium platitude , treprostinil na ; Valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses peginterferon ; following selection papillomavirus drugs : AAV phVEGF NGFbeta , escitalopram , aripiprazole , atomoxetine hydrochloride ; activated , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab / ciclesonide , hMaxi , Cypher , Dalbavancin , darbepoetin tanaproget , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , ; / ethinylestradiol , drotrecogin alfa ( beta-Methyl-6-chloromelatonin ) , duloxetine hydrochloride , dutasteride the Ecogramostim , efalizumab , ertapenem sodium , aprepitant oxalate , eszopiclone drospirenone Fenretinide ; Gefitinib , gestodene , @DRUG$ ; clofarabine -K , human of vaccine ; Imatinib mesylate Wort @DRUG$ , i131 ( iodine ) - , irofulven , ISS tositumomab 1018 ; Lasofoxifene tartrate , levodopa Taxus carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , on alfa - 2a sunitinib peginterferon alfa - 2 b , - - A165 , pimecrolimus ; pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. , , extract , , malate ; Tadalafil John's alfa , , , ; bromide , treprostinil sodium tiotropium Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV - NGFbeta , aprepitant , , atomoxetine ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , @DRUG$ ; hMaxi -K , vaccine ; Imatinib mesylate , @DRUG$ , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Pegfilgrastim , peginterferon alfa - , peginterferon alfa - 2 b , - A165 , pimecrolimus , acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's extract sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium treprostinil sodium ; Valdecoxib , hydrochloride hydrate ; ; Zileuton .	@DRUG$ is a drug that is used in combination with @DRUG$.	0
1	Preliminary evidence indicates an effect of R-@DRUG$ on the association of @DRUG$ with the high affinity primary site, and on its dissociation from the serotonin transporter, via an allosteric mechanism.	prelude evidence indicates an effect of R-@DRUG$ on the tie up of @DRUG$ with the high affinity primary site , and on its dissociation from the  hydroxytryptamine transporter , via an allosteric mechanism .	transporter evidence indicates an effect of R-@DRUG$ on Preliminary and of @DRUG$ with the high affinity primary site , association on its dissociation from the serotonin the , via an allosteric mechanism .	evidence indicates an effect of R-@DRUG$ on the association of @DRUG$ the high affinity primary site , and on its dissociation from the serotonin transporter , via an allosteric mechanism .	Preliminary evidence suggests that R-@DRUG$ may change the way @DRUG$ interacts with the serotonin transporter, possibly through an allosteric mechanism.	0
0	When used for treatment of established DVT, @DRUG$ was at least @DRUG$ effective as intravenous UFH.	When used for treatment of established DVT , @DRUG$ was at least @DRUG$ effective as endovenous UFH .	When used for treatment of established DVT , @DRUG$ was intravenous least @DRUG$ effective as at UFH .	When used for treatment of established DVT , @DRUG$ was at least @DRUG$ effective as intravenous UFH .	When used for treatment of established DVT, @DRUG$ was at least as effective as intravenous UFH.	1
0	@DRUG$ decreased GH secretion even after 8Br-@DRUG$ pretreatment.	@DRUG$ decreased GH secernment even after 8Br - @DRUG$ pretreatment .	@DRUG$ decreased GH secretion even 8Br after - @DRUG$ pretreatment .	@DRUG$ decreased GH secretion even after 8Br - @DRUG$ pretreatment .	@DRUG$ decreases GH secretion even after 8Br - @DRUG$ pretreatment .	0
1	To evaluate the acute hemodynamic and acid-base balance effects of hypertonic-hyperoncotic solution (HHS) combined with @DRUG$ in the treatment of hemorrhagic shock in 45 male splenectomized adult mongrel dogs, a severe controlled hemorrhagic shock (20 mmHg mean arterial pressure during 30 min) was established in the groups (n=6) no treatment, shed blood reinfusion, hypertonic-hyperoncotic (saline-@DRUG$) solution alone, naloxone alone (NX), or combination.	To evaluate the acute hemodynamic and acid-base balance effects of hypertonic-hyperoncotic solution ( HHS ) combined with @DRUG$ in the treatment of hemorrhagic cushion in 45 male splenectomized full grown mongrel dogs , a severe controlled hemorrhagic cushion ( 20 mmHg mean arterial pressure during 30 min dialect ) was established in the grouping ( n=6 ) no treatment , shed blood reinfusion , hypertonic- hyperoncotic ( saline solution - @DRUG$ ) solution lone , narcan lone ( NX ) , or combining .	hemorrhagic evaluate or acute hemodynamic and acid-base balance effects of hypertonic-hyperoncotic solution ( reinfusion ) combined with @DRUG$ in saline shock of hemorrhagic shock no 45 male pressure adult mongrel dogs , a severe controlled To treatment ( 20 mmHg mean arterial groups during 30 min ) was established in the splenectomized ( n=6 ) in treatment , shed blood HHS , hypertonic- hyperoncotic ( the - @DRUG$ ) solution alone , naloxone alone ( NX ) , the combination .	evaluate the acute hemodynamic and acid-base balance effects of hypertonic-hyperoncotic solution ( HHS ) combined with @DRUG$ in the treatment of hemorrhagic shock in 45 male splenectomized adult mongrel dogs , a severe controlled hemorrhagic shock 20 mean arterial during 30 min ) was established in the groups ( n=6 ) no treatment , shed blood reinfusion , hypertonic- hyperoncotic ( saline - @DRUG$ ) solution alone , naloxone ( ) , combination .	The study found that the combination of a hypertonic-hyperoncotic solution with @DRUG$ was more effective in treating hemorrhagic shock than either treatment alone.	1
0	Altering functional P-gp in the gut is likely to influence absorption of some sedating antihistamines such @DRUG$ dimenhydrinate and @DRUG$ and most less-sedating antihistamines except loratadine.	Altering usable P-gp in the gut is likely to influence absorption of some sedating antihistamine such @DRUG$ dimenhydrinate and @DRUG$ and most less-sedating antihistamine except loratadine .	Altering functional P-gp in the gut most likely to influence absorption such some sedating antihistamines of @DRUG$ dimenhydrinate and @DRUG$ and is less-sedating antihistamines except loratadine .	Altering functional P-gp gut is likely to influence absorption sedating antihistamines such @DRUG$ dimenhydrinate and @DRUG$ and most less-sedating antihistamines except loratadine	Altering functional P-gp in the gut is likely to influence absorption of some sedating antihistamines such as dimenhydrinate and most less-sedating antihistamines except loratadine.	1
0	Butenafine is a new antifungal agent with primary fungicidal activity against dermatophytes such as @DRUG$, Microsporum canis and @DRUG$ which cause tinea infections.	Butenafine is a new antifungal factor with primary fungicidal activity against dermatophytes such as @DRUG$ , Microsporum genus canis and @DRUG$ which cause tinea infections .	Butenafine is a new antifungal agent with primary fungicidal such against dermatophytes activity as @DRUG$ which Microsporum canis and @DRUG$ , cause tinea infections .	Butenafine is a new antifungal agent with primary fungicidal activity against dermatophytes such as @DRUG$ , Microsporum canis and @DRUG$ which cause tinea infections .	Butenafine is a new antifungal agent that is most effective in killing dermatophytes, such as @DRUG$ and @DRUG$, which cause tinea infections.	0
1	RESULTS: TAS-108 inhibited the transactivation of ERalpha under the presence of 17beta-@DRUG$ (E2) and did not induce the transactivation of ERalpha in the absence of E2, unlike the agonistic activity of @DRUG$.	resultant role : TAS - 108 inhibited the transactivation of ERalpha under the presence of 17beta - @DRUG$ ( E2 ) and did not induce the transactivation of ERalpha in the absence seizure of E2 , dissimilar the agonistical activity of @DRUG$ .	transactivation TAS : - 108 inhibited the RESULTS of ERalpha unlike the presence of 17beta - @DRUG$ ( E2 ) and did in induce the transactivation of ERalpha not the absence of E2 , under the agonistic activity of @DRUG$ .	RESULTS : TAS - 108 inhibited the of ERalpha under the presence of 17beta - @DRUG$ ( ) and did not induce the transactivation ERalpha in the absence of E2 , unlike the agonistic activity of @DRUG$ .	@DRUG$ inhibits the transactivation of ERalpha under the presence of 17beta-DRUGA (E2), and does not induce the transactivation of ERalpha in the absence of E2, unlike the agonistic activity of @DRUG$.	0
0	In addition to @DRUG$-serine, ATB(0,+) transports D-alanine, D-@DRUG$, D-leucine, and D-tryptophan.	atomic number  addition to @DRUG$ - serine , ATB (  , + ) transports D-alanine , D- @DRUG$ , D-leucine , and D-tryptophan .	In addition to @DRUG$ , serine , ATB ( 0 , + ) transports D-alanine , D- @DRUG$ - D-leucine , and D-tryptophan .	In addition to @DRUG$ - serine , ATB ( 0 , + transports D-alanine , D- @DRUG$ D-leucine , and D-tryptophan .	@DRUG$ transports D-alanine, D-leucine, and D-tryptophan, while @DRUG$ transports D-alanine and D-leucine.	0
0	Ten patients were withdrawn before the end of the study, 8 because of inadequate response (4 on placebo, 3 on 0.25 mg etizolam and 1 on 0.50 @DRUG$ @DRUG$) in spite of dosage increase to 1 tablet 3-times daily, and 2 because of side-effects (both on 0.50 mg etizolam).	Ten patients were withdrawn before the close of the study ,  because of inadequate response ( 4 on placebo , trey on 0.25 mg etizolam and 1 on 0.50 @DRUG$ @DRUG$ ) in spite of dosage step up to 1 tablet trey - sentence daily , and 2 because of side-effects ( both on 0.50 mg etizolam ) .	Ten patients were withdrawn because the end of the study , on because of inadequate on ( 4 8 placebo , 3 on 0.25 mg etizolam and mg on before @DRUG$ @DRUG$ ) in spite of dosage increase to 1 tablet 3 - times daily , and 2 0.50 of side-effects ( both response 0.50 1 etizolam ) .	Ten patients were before the end of the , 8 because of inadequate response ( 4 on placebo , 3 on 0.25 mg etizolam and 1 on 0.50 @DRUG$ @DRUG$ ) in spite of dosage increase to 1 tablet 3 - times , and because of side-effects ( both 0.50 mg etizolam ) .	Ten patients were withdrawn before the end of the study , 8 because of inadequate response ( 4 on placebo , 3 on 0.25 mg etizolam and 1 on 0.50 mg etizolam ) in spite of dosage increase to 1 tablet 3 - times daily , and 2 because of	1
0	Eighteen clinical Enterobacteriaceae isolates, including nine carbapenem-resistant strains, were evaluated against ceftazidime-avibactam (2,000 @DRUG$/500 mg) @DRUG$ a 2-h infusion every 8 h. To highlight the impact of avibactam, 13 select isolates were tested in the neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 h (2-h infusion).	 clinical family enterobacteriaceae isolates , including nine carbapenem -resistant sieve , were evaluated against ceftazidime -avibactam ( 2,000 @DRUG$ /500 mg ) @DRUG$ a 2 - h infusion every 8 h . To highlight the impact of avibactam , xiii choose isolates were tested in the neutropenic model against a humanise regimen of 2,000 mg ceftazidime every 8 h ( 2- h infusion ) .	Eighteen clinical Enterobacteriaceae isolates , including . carbapenem -resistant strains , isolates evaluated against ceftazidime -avibactam ( 2,000 @DRUG$ /500 mg ) @DRUG$ a 2 - h infusion every 8 tested nine To highlight the impact 2- avibactam , 13 select were were h in the neutropenic mg against a humanized regimen of of model ceftazidime every 8 h ( 2,000 h infusion ) .	Eighteen clinical Enterobacteriaceae isolates , including carbapenem -resistant , were evaluated against ceftazidime -avibactam ( 2,000 @DRUG$ /500 mg ) @DRUG$ a - infusion every 8 h . To highlight the impact of avibactam 13 isolates were tested in neutropenic model against a humanized regimen of mg ceftazidime every 8 h ( h infusion ) .	Eighteen clinical Enterobacteriaceae isolates were evaluated against ceftazidime -avibactam ( 2,000 @DRUG$ /500 mg ) @DRUG$ a 2 - h infusion every 8 h . To highlight the impact of avibactam , 13 select isolates	0
0	Mean change in bodyweight was -1.3% (SE 0.3) in the placebo group, -6.1% (0.3) in the naltrexone 32 mg plus bupropion group (p<0.0001 vs placebo) and -5.0% (0.3) in the naltrexone 16 mg plus @DRUG$ group (@DRUG$<0.0001 vs placebo).	signify shift in bodyweight was - 1.3 % ( selenium 0.3 ) in the placebo group , - 6.1 % ( 0.3 ) in the naltrexone 32 atomic number  summation bupropion group ( p< 0.0001 v placebo ) and - 5.0 % ( 0.3 ) in the naltrexone 16 atomic number  summation @DRUG$ group ( @DRUG$ < 0.0001 v placebo ) .	0.3 change in bodyweight was - 1.3 % vs SE 0.0001 ( in the placebo group ( - 6.1 % ) 0.3 ) in the ( 32 mg plus bupropion group ( p< 0.0001 , placebo ) and - 5.0 % ( Mean ) in the naltrexone 16 mg plus @DRUG$ group naltrexone @DRUG$ < 0.3 vs placebo ) .	Mean change in bodyweight was 1.3 % ( SE 0.3 in the placebo group , - 6.1 % 0.3 ) in the naltrexone 32 mg plus bupropion group ( p< 0.0001 placebo ) and - 5.0 % ( 0.3 ) in the naltrexone mg @DRUG$ group ( @DRUG$ < 0.0001 vs ) .	The mean change in bodyweight was -1.3% in the placebo group, -6.1% in the naltrexone 32 mg plus bupropion group, and -5.0% in the naltrexone 16 mg plus @DRUG$ group.	1
1	The urinary excretion of inorganic sulfate was decreased after @DRUG$ and increased after @DRUG$.	The urinary evacuation of inorganic sulfate was decreased after @DRUG$ and increased after @DRUG$ .	The urinary excretion was inorganic sulfate of decreased after @DRUG$ and increased after @DRUG$ .	The urinary excretion of inorganic sulfate was decreased after @DRUG$ and increased after @DRUG$ .	The urinary excretion of inorganic sulfate was decreased after @DRUG$ and increased after @DRUG$ ."DRUGA decreases the urinary excretion of inorganic sulfate, while DRUGB increases it.	0
0	There were no significant treatment-related carcinoma, simultaneously producing both an excessive amount of @DRUG$ and @DRUG$, is described.	There were no meaning treatment -related carcinoma , simultaneously producing both an excessive amount of @DRUG$ and @DRUG$ , is distinguish .	There were no significant treatment -related carcinoma , simultaneously amount both an of producing excessive @DRUG$ and @DRUG$ , is described .	There were no significant treatment -related carcinoma , simultaneously producing both an excessive amount of @DRUG$ and @DRUG$ , is described	If a drug produces an excessive amount of both @DRUG$ and @DRUG$, it is described as carcinogenic.	0
0	OBJECTIVE: The aim of this study was to study the pharmacokinetics of antocin, the tocolytic oxytocin antagonist [Mpa1, @DRUG$-Tyr2(Et), Thr4, Orn8]-@DRUG$.	OBJECTIVE : The object of this canvas was to canvas the pharmacokinetics of antocin , the tocolytic oxytocin adversary [ Mpa1 , @DRUG$ - Tyr2 ( Et ) , Thr4 , Orn8 ] - @DRUG$ .	OBJECTIVE : The aim of to study ( this study [ pharmacokinetics of antocin , the tocolytic oxytocin antagonist the Mpa1 , @DRUG$ - Tyr2 was Et ) , Thr4 , Orn8 ] - @DRUG$ .	: The aim of this was to study the pharmacokinetics antocin , the oxytocin antagonist [ Mpa1 , @DRUG$ - Tyr2 ( Et ) , Thr4 Orn8 - @DRUG$ .	The aim of this study was to study the pharmacokinetics of antocin , the tocolytic oxytocin antagonist [ Mpa1 , @DRUG$ - Tyr2 ( Et ) , Thr4 , Orn8 ] - @DRUG$ .	0
0	@DRUG$ is utilized together with @DRUG$ oxide in odontological clinical for the cementation of temporary prostheses and the temporary restoration of teeth and cavities.	@DRUG$ is utilized unitedly with @DRUG$ oxide in odontological clinical for the cementation of temporary prostheses and the temporary restoration of tooth and cavities .	@DRUG$ with utilized together is @DRUG$ oxide in odontological clinical for the cementation the temporary prostheses and of temporary restoration of teeth and cavities .	@DRUG$ is utilized together with @DRUG$ oxide in odontological clinical for the cementation of temporary prostheses and the temporary restoration of teeth and .	@DRUG$ is used together with @DRUG$ oxide in dental clinical procedures for the cementation of temporary prostheses and the temporary restoration of teeth and cavities.	0
0	Patients receiving bivalirudin who reached therapeutic aPTTs attained them sooner than those receiving either @DRUG$ or lepirudin (8.5 vs 14 and 24 hrs, respectively, @DRUG$=0.124).	Patients receiving bivalirudin who reached therapeutic aPTTs attained them rather than those receiving either @DRUG$ or lepirudin ( 8.5 vanadium 14 and 24 hr , respectively , @DRUG$=0.124 ) .	Patients receiving bivalirudin who attained therapeutic aPTTs reached them 14 than those receiving either @DRUG$ or lepirudin ( 8.5 vs sooner and 24 respectively , hrs , @DRUG$=0.124 ) .	Patients receiving bivalirudin who reached therapeutic aPTTs attained them sooner than those receiving either @DRUG$ lepirudin ( 8.5 vs 14 and hrs , respectively , @DRUG$=0.124 ) .	Patients receiving bivalirudin who reached therapeutic aPTTs attained them sooner than those receiving either @DRUG$ or lepirudin ( 8.5 vs 14 and 24 hrs , respectively ) ."DRUGA is faster-acting than @DRUG$.	0
0	After day 2 ultrasounds, DHEA-sulphate (DHEA-S), FSH, human chorionic gonadotrophin (HCG), and @DRUG$ were measured, and the women were given 80 @DRUG$/day of oral micronized DHEA for 2 months.	After solar day 2 ultrasounds , DHEA - sulphate ( DHEA -S ) , FSH , human chorionic gonadotrophin ( hcg ) , and @DRUG$ were measured , and the adult female were given 80 @DRUG$ / solar day of oral micronized DHEA for 2 month .	After day 2 ultrasounds , DHEA - sulphate ( DHEA -S ) , 2 , human months gonadotrophin ( HCG ) , and @DRUG$ were measured , and the oral were given 80 @DRUG$ / day of women micronized DHEA for FSH chorionic .	After day 2 ultrasounds , DHEA sulphate ( DHEA -S ) , FSH , human chorionic gonadotrophin ( HCG ) , and @DRUG$ were measured , and the women were given 80 @DRUG$ / day of oral DHEA .	After day 2 ultrasounds, the women were given 80 @DRUG$/day of oral micronized DHEA for 2 months.	1
0	The most well studied anticancer drugs are tamoxifen, @DRUG$, medroxyprogesterone acetate, leuprolide acetate, anastrozole and @DRUG$.	The most well studied antitumour dose are tamoxifen , @DRUG$ , medroxyprogesterone acetate , leuprolide acetate , anastrozole and @DRUG$ .	The , drugs studied anticancer well are tamoxifen , @DRUG$ , medroxyprogesterone acetate , leuprolide acetate most anastrozole and @DRUG$ .	The most well anticancer drugs are tamoxifen , @DRUG$ , medroxyprogesterone acetate leuprolide acetate , anastrozole and @DRUG$ .	Tamoxifen, medroxyprogesterone acetate, leuprolide acetate, anastrozole, and other anticancer drugs are well studied.	1
0	During the first postsurgical week he mistakenly used latanoprost eye drops six times daily instead of the prescribed @DRUG$/@DRUG$ eye drops.	During the first of all postsurgical week he mistakenly ill used latanoprost eye drops six times daily instead of the prescribed @DRUG$ / @DRUG$ eye drops .	the the first postsurgical week he times used latanoprost eye drops six mistakenly daily instead of During prescribed @DRUG$ / @DRUG$ eye drops .	During the first postsurgical week he mistakenly used latanoprost eye drops six times daily instead of @DRUG$ / @DRUG$ eye drops	If you are prescribed @DRUG$, you should use @DRUG$.	0
1	Skin pre-treatment with @DRUG$ could significantly decrease extravascular volume of distribution (V/F) and elimination rate constant (k) of @DRUG$.	pare pre-treatment with @DRUG$ could significantly decrease extravascular volume of distribution ( V/ F ) and liquidation rate constant ( k ) of @DRUG$ .	Skin pre-treatment with @DRUG$ could and decrease extravascular volume of distribution ( V/ F ) significantly elimination of constant ( k ) rate @DRUG$ .	Skin pre-treatment with @DRUG$ significantly decrease extravascular volume of distribution ( V/ F ) and elimination constant ( ) of @DRUG$ .	If you pre-treat the skin with @DRUG$, it will significantly decrease the extravascular volume of distribution ( V/ F ) and elimination rate constant ( k ) of @DRUG$ .	0
0	The 2016 Polyanalgesic Consensus Conference (PACC) guidelines recommended both @DRUG$ and ziconotide @DRUG$ firstline IT monotherapy for localized and diffuse chronic pain of cancer-related and non-cancer-related etiologies; however, one consensus point emphasized ziconotide use, unless contraindicated, as firstline IT therapy in patients with chronic non-cancer-related pain.	The 2016 Polyanalgesic consensus Conference ( PACC ) guidelines recommended both @DRUG$ and ziconotide @DRUG$ firstline IT monotherapy for focalize and disseminate chronic pain of cancer-related and non-cancer- related etiologies ; however , matchless consensus point accent ziconotide use , unless contraindicated , as firstline IT therapy in patients with chronic non-cancer - related pain .	The 2016 point Consensus Conference ( PACC ) guidelines in both @DRUG$ and ziconotide @DRUG$ firstline IT monotherapy for Polyanalgesic and diffuse chronic pain of cancer-related and non-cancer- related etiologies ; however , one , localized emphasized ziconotide use , unless contraindicated consensus as firstline IT therapy recommended patients with related non-cancer - chronic pain .	The 2016 Polyanalgesic Consensus Conference ( ) guidelines both @DRUG$ and ziconotide @DRUG$ firstline IT monotherapy localized and diffuse chronic pain of cancer-related and non-cancer- related ; however , one point emphasized ziconotide use , unless contraindicated , as firstline IT therapy in patients with chronic non-cancer pain .	@DRUG$ and @DRUG$ are both recommended as first-line treatments for chronic pain, but ziconotide is recommended over DRUGA in patients with chronic non-cancer-related pain.	0
0	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg (-25.6 micromol/L; P=0.001) and 400 @DRUG$ (-19.9 micromol/L; @DRUG$=0.010) compared with placebo (+15.0 micromol/L).	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin one c milligram ( - 25.6 micromol / cubic decimetre ; P=0.001 ) and  @DRUG$ ( - 19.9 micromol / cubic decimetre ; @DRUG$=0.010 ) compared with placebo ( + 15.0 micromol / cubic decimetre ) .	Significant mean in with fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg ( - 25.6 ; / L ; P=0.001 ) and 400 @DRUG$ ( - micromol micromol / L 19.9 @DRUG$=0.010 ) compared decreases placebo ( + 15.0 micromol / L ) .	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed alogliptin 100 mg ( 25.6 micromol / L ; ) and 400 @DRUG$ ( - 19.9 micromol / L ; @DRUG$=0.010 ) compared with placebo ( + 15.0 micromol / L ) .	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg ( - 25.6 micromol / L ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / L ; @DRUG$	0
1	Patients may be treated intermittently only on stressful occasions with propranolol, @DRUG$, or @DRUG$ monotherapy, or an alcoholic drink.	Patients may be hardened intermittently only on stressful occasions with propranolol , @DRUG$ , or @DRUG$ monotherapy , or an soaker drink .	Patients may be drink intermittently only on stressful or with propranolol , @DRUG$ , or @DRUG$ monotherapy , occasions an alcoholic treated .	Patients may be only occasions with propranolol , @DRUG$ , or @DRUG$ monotherapy or an alcoholic drink .	Patients may be treated with propranolol intermittently only on stressful occasions, or they may be treated with an alcoholic drink.	1
0	Among novel antifolates are @DRUG$ which primarily targets thymidylate synthase as well @DRUG$ pralatrexate which blocks dihydrofolate reductase, and displays enhanced transport and cellular retention properties.	Among new antifolates are @DRUG$ which primarily targets thymidylate synthase as well @DRUG$ pralatrexate which blocks dihydrofolate reductase , and displays enhanced transport and cellular memory properties .	Among novel antifolates are @DRUG$ which , targets as synthase thymidylate well @DRUG$ pralatrexate which blocks dihydrofolate reductase primarily and displays enhanced transport and cellular retention properties .	novel antifolates @DRUG$ which primarily targets synthase as well @DRUG$ pralatrexate which blocks dihydrofolate reductase , and displays enhanced transport and cellular retention properties .	@DRUG$ is a novel antifolate that primarily targets thymidylate synthase, while @DRUG$ is a pralatrexate that blocks dihydrofolate reductase and displays enhanced transport and cellular retention properties.	0
1	In contrast, under the same experimental conditions, yohimbine or rauwolscine administration failed to modify the pressor effects of either phenylephrine or @DRUG$ but partially reduced those of @DRUG$ and, unlike prazosin, strongly antagonized those of B-HT 920.	In contrast , under the same data based qualify , yohimbine or rauwolscine governance failed to modify the pressor effects of either phenylephrine or @DRUG$ but partly reduced those of @DRUG$ and , unlike prazosin , strongly antagonized those of B-HT 920 .	In contrast to under of same experimental conditions of yohimbine or rauwolscine administration failed either modify the pressor effects the , phenylephrine or @DRUG$ but partially reduced those , @DRUG$ and , unlike prazosin , strongly antagonized those of B-HT 920 .	In contrast , under the same experimental conditions , yohimbine or rauwolscine administration failed modify the effects of either phenylephrine or @DRUG$ but partially reduced those of @DRUG$ and , unlike prazosin , strongly antagonized those of B-HT 920 .	Phenylephrine and @DRUG$ have similar effects on blood pressure, while @DRUG$ has a stronger effect. Yohimbine and rauwolscine, which are antagonists of alpha-2 adrenergic receptors, reduce the effects of DRUGA but not phenylephrine.	0
0	Rapid preparation of molecularly imprinted polymers by microwave-assisted emulsion polymerization for the extraction of @DRUG$ in @DRUG$.	speedy preparation of molecularly imprinted polymers by microwave -assisted emulsion polymerization for the extraction of @DRUG$ in @DRUG$ .	Rapid preparation of of imprinted polymers by microwave -assisted emulsion polymerization for the extraction molecularly @DRUG$ in @DRUG$ .	Rapid preparation of molecularly polymers by microwave -assisted emulsion polymerization for the extraction of @DRUG$ in @DRUG$	Microwave-assisted emulsion polymerization can be used to quickly prepare molecularly imprinted polymers for the extraction of @DRUG$ from @DRUG$ .	0
0	The apparent total body clearance of enoxaparin doses (CL/F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml/min) is significantly smaller than those of nadroparin (CL/F = 21.4 +/- 7.0 ml/min; p < 0.01) and dalteparin (CL/@DRUG$ = 33.3 +/- 11.8 ml/min; @DRUG$ < 0.001) while dalteparin apparent clearance is about 1.5-fold greater (p < 0.001) than that of nadroparin.	The manifest total soundbox headway of enoxaparin doses ( CL / fluorine = 16.7 +/- 5.5 and 13.8 +/- 3.2 mil / min ) is importantly smaller than those of nadroparin ( CL / fluorine = 21.4 +/- 7.0 ml/ min ; p < 0.01 ) and dalteparin ( CL / @DRUG$ = 33.3 +/- 11.8 ml/ min ; @DRUG$ < 0.001 ) while dalteparin manifest headway is about 1.5 - bend capital ( p < 0.001 ) than that of nadroparin .	The apparent total ml/ clearance of enoxaparin doses ( CL / those = 16.7 +/- 5.5 and 13.8 = 3.2 ml / min ) is significantly smaller than F of nadroparin ( apparent / F +/- 21.4 +/- 7.0 ml/ min ; p < 0.01 ) and nadroparin ( CL / @DRUG$ = 33.3 ) 11.8 while min ; @DRUG$ p 0.001 +/- body dalteparin CL clearance is about 1.5 - fold greater ( < < 0.001 ) than that of dalteparin .	The apparent total body clearance enoxaparin doses CL / F = 16.7 +/- 5.5 +/- ml / min ) significantly smaller than those of nadroparin ( CL / = 21.4 +/- 7.0 ml/ min ; p < 0.01 ) and dalteparin CL / @DRUG$ = 33.3 +/- 11.8 ml/ min ; @DRUG$ < 0.001 ) while dalteparin apparent clearance is about 1.5 - fold greater ( p < 0.001 ) than that of nadroparin .	The apparent total body clearance of enoxaparin doses ( CL / F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml / min ) is significantly smaller than those of nadroparin ( CL / F = 21.4 +/- 7.0 ml/ min	1
0	SDG incorporation was decreased in the presence of thiols (GSH, cysteine or their oxidized forms, GSSG and cystine), whereas H2SeO3 uptake was increased by addition of @DRUG$ or @DRUG$.	SDG incorporation was decreased in the presence of thiols ( GSH , cysteine or their oxidate forms , GSSG and cystine ) , whereas H2SeO3 consumption was increased by accession of @DRUG$ or @DRUG$ .	SDG incorporation , cystine in the presence of thiols ( GSH , cysteine or their oxidized forms , GSSG and decreased ) was whereas H2SeO3 of was increased by addition uptake @DRUG$ or @DRUG$ .	SDG incorporation was decreased the presence of thiols ( GSH , cysteine or their oxidized forms , GSSG and cystine ) whereas H2SeO3 uptake increased by addition of @DRUG$ or @DRUG$ .	SDG incorporation was decreased in the presence of thiols ( GSH , cysteine or their oxidized forms , GSSG and cystine ) , whereas H2SeO3 uptake was increased by addition of @DRUG$ or @DRUG$ ."In other words,	0
0	BACKGROUND: Pitavastatin, a competitive inhibitor of 3-hydroxy-3-methylglutaryl @DRUG$ reductase, and @DRUG$, an angiotensin receptor blocker, are used concurrently in some patients who are both hyperlipidemic and hypertensive.	downplay : Pitavastatin , a competitive inhibitor of 3 - hydroxy - 3 - methylglutaryl @DRUG$ reductase , and @DRUG$ , an angiotensin sense organ blocking agent , are used concurrently in some patients who are both hyperlipidemic and hypertensive .	BACKGROUND : Pitavastatin , a competitive inhibitor who 3 - hydroxy - 3 - methylglutaryl @DRUG$ reductase hypertensive and @DRUG$ , an angiotensin receptor blocker , are and concurrently in some patients of are both hyperlipidemic used , .	BACKGROUND : Pitavastatin , a competitive inhibitor 3 - hydroxy - 3 methylglutaryl @DRUG$ reductase , and @DRUG$ , an angiotensin receptor blocker , are used concurrently some patients who are both hyperlipidemic and hypertensive .	Pitavastatin, a drug that reduces cholesterol levels, is used in combination with angiotensin receptor blocker (@DRUG$) in some patients who are both hyperlipidemic and hypertensive.	1
0	In contrast, the more @DRUG$-soluble beta-adrenoceptor blocking drugs, such as atenolol, @DRUG$ and nadolol, are cleared by the kidney unchanged.	In contrast , the more @DRUG$ - soluble beta-adrenoceptor jam drugs , such as atenolol , @DRUG$ and nadolol , are pull in by the kidney unchanged .	In , , nadolol more @DRUG$ - soluble beta-adrenoceptor blocking drugs , such as atenolol , @DRUG$ and the contrast are cleared by the kidney unchanged .	In contrast , the @DRUG$ - soluble beta-adrenoceptor blocking drugs , such as atenolol , @DRUG$ and nadolol , are cleared by the kidney unchanged .	The more @DRUG$-soluble beta-adrenoceptor blocking drugs are cleared by the kidney unchanged.	1
0	Solid-state NMR has also determined that @DRUG$ and @DRUG$ are comparable inhibitors of transglycosylation, but that oritavancin is a more potent inhibitor of transpeptidation.	Solid-state NMR has besides determined that @DRUG$ and @DRUG$ are like inhibitors of transglycosylation , but that oritavancin is a more potent inhibitor of transpeptidation .	Solid-state NMR has also determined and @DRUG$ that @DRUG$ are comparable transglycosylation of inhibitors , but that oritavancin is a more potent inhibitor of transpeptidation .	Solid-state NMR has also determined that @DRUG$ and @DRUG$ comparable of transglycosylation , that oritavancin is a more potent inhibitor of transpeptidation .	@DRUG$ and @DRUG$ are both inhibitors of transglycosylation, but DRUGA is a more potent inhibitor of transpeptidation.	0
0	Epidermal growth factor receptor @DRUG$ kinase @DRUG$ a target for anticancer therapy.	Epidermal outgrowth factor receptor @DRUG$ kinase @DRUG$ a target for anticancer therapy .	factor growth Epidermal receptor @DRUG$ kinase @DRUG$ a target for anticancer therapy .	Epidermal growth factor receptor @DRUG$ kinase @DRUG$ a for anticancer therapy .	Epidermal growth factor receptor @DRUG$ is a kinase (an enzyme that catalyzes the transfer of a phosphate group from one molecule to another) that is a target for anticancer therapy .	1
0	The complexity of the biosynthesis of squalene by microsomal squalene synthetase demanded the existence of some intermediate(s) between @DRUG$ and @DRUG$.	The complexity of the biosynthesis of squalene by microsomal squalene synthetase call for the existence of some arbitrate ( s ) between @DRUG$ and @DRUG$ .	The complexity of the biosynthesis ( squalene by microsomal squalene synthetase demanded the intermediate of some existence of s ) between @DRUG$ and @DRUG$ .	complexity of biosynthesis of squalene by microsomal squalene synthetase demanded the existence some intermediate ( s ) between @DRUG$ and @DRUG$ .	@DRUG$ and @DRUG$ are related in that DRUGA is an intermediate step in the biosynthesis of squalene by microsomal squalene synthetase.	0
0	Mean differences in percent change in lumbar spine BMD from baseline to 24 mo relative to placebo were 1.08 +/- 0.28%, 1.41 +/- 0.28%, 1.49 +/- 0.28%, and 1.49 +/- 0.28% for 10, 20, and 40 mg bazedoxifene and 60 mg @DRUG$, respectively (@DRUG$ < 0.001 for all comparisons).	Mean differences in percentage modification in lumbar spine BMD from baseline to 24 mo relative to placebo were 1.08 +/- 0.28 % , 1.41 +/- 0.28 % , 1.49 +/- 0.28 % , and 1.49 +/- 0.28 % for  , xx , and 40 mg bazedoxifene and sixty mg @DRUG$ , respectively ( @DRUG$ < 0.001 for all comparison ) .	Mean differences in comparisons change +/- lumbar spine BMD from baseline to 24 % relative to placebo were 10 +/- 0.28 % , 1.41 +/- 0.28 bazedoxifene , 1.49 +/- 0.28 % , and 1.49 in 0.28 percent for 1.08 , 20 , and 40 mg mo and 60 mg @DRUG$ , respectively ( @DRUG$ < 0.001 for all % ) .	Mean differences in percent change in lumbar spine BMD from baseline to 24 mo relative to placebo were 1.08 +/- % , 1.41 +/- 0.28 , 1.49 +/- 0.28 % , and 1.49 +/- 0.28 % for 10 , and 40 mg bazedoxifene and 60 mg @DRUG$ , respectively ( @DRUG$ < 0.001 for all comparisons ) .	The mean difference in percent change in lumbar spine BMD from baseline to 24 months relative to placebo was 1.08 +/- 0.28 %, 1.41 +/- 0.28 %, 1.49 +/- 0.28 %, and 1.49 +/- 0.28 % for 10	1
1	@DRUG$ inhibited CYP3A4/5 in a substrate-dependent manner (i.e., @DRUG$ 1'-hydroxylation IC(50) approximately 30 microM; testosterone 6beta-hydroxylation IC(50) approximately 100 microM); whereas, duloxetine inhibited both CYP3A4/5 activities with equal potency (IC(50) = 37 and 38 microM, respectively).	@DRUG$ inhibited CYP3A4/5 in a substrate-dependent manner ( i.e. , @DRUG$ 1 '- hydroxylation IC ( 50 ) approximately 30 microM ; testosterone 6beta-hydroxylation IC ( 50 ) approximately  microM ) ; whereas , duloxetine inhibited both CYP3A4/ v bodily function with adequate say so ( IC ( 50 ) = 37 and 38 microM , respectively ) .	@DRUG$ inhibited CYP3A4/5 in a substrate-dependent manner ( i.e. , @DRUG$ testosterone '- , IC ( 50 ) approximately inhibited equal ; 1 6beta-hydroxylation IC ( ) ) approximately 100 microM ) ; whereas hydroxylation duloxetine 30 both CYP3A4/ 5 activities with microM potency ( IC ( 50 ) = 37 and 38 microM , respectively 50 .	@DRUG$ inhibited CYP3A4/5 in substrate-dependent manner ( i.e. @DRUG$ 1 '- hydroxylation IC ( 50 ) approximately 30 microM ; testosterone 6beta-hydroxylation IC ( 50 ) 100 ) ; whereas , duloxetine inhibited both CYP3A4/ 5 activities with equal potency ( IC ( 50 ) = 37 and 38 microM respectively ) .	@DRUG$ inhibited CYP3A4/5 in a substrate-dependent manner ( i.e. , @DRUG$ 1 '- hydroxylation IC ( 50 ) approximately 30 microM ; testosterone 6beta-hydroxylation IC ( 50 ) approximately 100 microM ) ;	0
0	The aim of our study was to determine the direct antiproliferative effects of nonsteroidal anti-inflammatory drugs (NSAIDs), @DRUG$ and @DRUG$, at a variety of concentrations as both single and combined treatments on canine mammary carcinoma cell line CMT-U27 and to understand the mechanisms of cell death.	The take aim of our survey was to determine the direct antiproliferative effects of nonsteroidal anti-inflammatory drugs ( NSAIDs ) , @DRUG$ and @DRUG$ , at a assortment of concentrations as both unmarried and combined discourse on canine mammary carcinoma cell line CMT - U27 and to understand the mechanisms of cell death .	The aim of our study was to determine the direct treatments effects of nonsteroidal on death drugs , ) , @DRUG$ and @DRUG$ NSAIDs at a variety of concentrations as both single and combined antiproliferative anti-inflammatory canine mammary carcinoma cell line CMT - U27 and to understand the mechanisms of cell ( .	The aim our study was determine direct of nonsteroidal anti-inflammatory drugs ( NSAIDs ) , @DRUG$ and @DRUG$ , at a variety of concentrations as both single and combined treatments on canine mammary cell line CMT - U27 and to understand the mechanisms of cell death .	We studied how well NSAIDs, @DRUG$ and @DRUG$, killed cancer cells at different concentrations. We also looked at the mechanisms of cell death.	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol @DRUG$ 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, @DRUG$, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	type a retrospect of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic fertilizer solvents ( polythene glycol 300 , polythene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - deuce - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH twoscore , Cremophor RH  , d-alpha-tocopherol @DRUG$ 1000 succinate , polysorbate 20 , polysorbate fourscore , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty virulent ester of PEG 300 , 400 , or 1750 ) , water - indissoluble lipid ( caster oil , corn oil , cottonseed oil , olive oil , earthnut oil , peppermint gum oil , safflower oil , benny oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglyceride of cocoanut oil and decoration seed oil ) , organic fertilizer liquids / semi-solids ( beeswax , d-alpha-tocopherol , @DRUG$ , medium-chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soybean plant phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of mono- available , and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents 1750 polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene oral , glycerin , N-methyl - oil , pyrrolidone , dimethylacetamide , and dimethylsulfoxide oil , non-ionic surfactants ( Cremophor EL sorbitan Cremophor RH 40 , Cremophor RH 60 - d-alpha-tocopherol @DRUG$ 1000 succinate 407 polysorbate 20 , castor 80 , Solutol HS 15 , , monooleate , poloxamer , , Labrafil M-1944CS oil commercially M-2125CS , Labrasol , ( 44/14 - Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or ( ) , water - insoluble lipids ( polysorbate 2 , corn oil , cottonseed oil , olive oil , , oil , peppermint ) , and oil , oil oil , soybean sesame peanut hydrogenated vegetable oils , sulfobutylether soybean oil , safflower medium- phospholipids triglycerides of coconut , and palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , @DRUG$ , medium-chain , and diglycerides ) , various cyclodextrins Gellucire alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and hydrogenated Labrafil beta-cyclodextrin ) , and chain ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine glycol L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol propylene glycol , glycerin , N-methyl 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor 40 , Cremophor RH 60 , d-alpha-tocopherol @DRUG$ 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol 15 , monooleate , poloxamer 407 , Labrafil M-1944CS , M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- di-fatty acid esters PEG 300 400 , or 1750 ) water - insoluble lipids ( castor oil corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , vegetable , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax d-alpha-tocopherol @DRUG$ , medium-chain mono- and diglycerides , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
1	CONCLUSIONS: Despite major limitations of historical comparison the PSA decrease and decreased symptoms with DPPE-mitoxantrone-@DRUG$ compare favorably to those of mitoxantrone-prednisone and @DRUG$-estramustine in the literature.	finale : Despite major limitations of historical comparison the PSA fall and decreased symptoms with DPPE - mitoxantrone -@DRUG$ compare favorably to those of mitoxantrone - prednisone and @DRUG$ - estramustine in the lit .	CONCLUSIONS : Despite major limitations of historical comparison the PSA decrease mitoxantrone estramustine symptoms with DPPE - mitoxantrone favorably compare -@DRUG$ to those of and - prednisone and @DRUG$ - decreased in the literature .	CONCLUSIONS : Despite major limitations historical PSA decrease and decreased symptoms with DPPE - mitoxantrone -@DRUG$ compare favorably to mitoxantrone - prednisone and @DRUG$ - estramustine in the literature .	DPPE - mitoxantrone -@DRUG$" is better than "mitoxantrone - prednisone" and "@DRUG$ - estramustine" in terms of decreasing symptoms and PSA levels.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, @DRUG$, duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, @DRUG$ hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This return centering on the following option of do drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , zero ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , irofulven , iodin - 1018 ; Lasofoxifene tartrate , bendopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - deuce b , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , @DRUG$ hydrochloride ; Satraplatin , St. John's wort educe , sunitinib malate ; cialis , tanaproget , genus taxus , tiotropium commonplace , treprostinil atomic number  ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue , on the following , ; drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS , 214662 , bortezomib , bosentan ; Calcipotriol doxorubicin betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide malate clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , b hydrobromide selection desloratadine , Dexamet , drospirenone focuses drospirenone / ethinylestradiol tanaproget @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem ; John's escitalopram oxalate 2 eszopiclone ; Fenretinide of carbidopa , gestodene , ghrelin ( human ) ; hMaxi -K , ) papillomavirus vaccine ; ; mesylate , indiplon , iodine ( i131 human tositumomab - irofulven , ISS - 1018 ; pimecrolimus tartrate , levodopa / Gefitinib / entacapone , liposomal / ; Nemifitide ditriflutate , St. sodium Omalizumab ; Pegfilgrastim , hydrochloride alfa - 2a , Taxus alfa - , darifenacin , phVEGF - A165 , Lasofoxifene , pramlintide acetate ; Rasburicase , @DRUG$ hydrochloride Imatinib Satraplatin , nesiritide , Wort extract , sunitinib , ; Tadalafil , , , peginterferon , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil peginterferon hydrate ; Ximelagatran ; Zileuton .	issue focuses on the following selection of drugs : AAV - NGFbeta aprepitant , aripiprazole atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate CEA-TRICOM , cetuximab , ciclesonide , , Cypher ; Dalbavancin darbepoetin alfa darifenacin hydrobromide , , Dexamet , drospirenone , drospirenone / ethinylestradiol @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim efalizumab , sodium escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , alfa 2 b phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , @DRUG$ hydrochloride ; Satraplatin , St. Wort extract , malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	There were significant differences in the MN frequencies between the negative controls and the treated groups at the dose of 8 mg l(-1) for @DRUG$ (@DRUG$ < 0.05) and 40 mg l(-1) for RH-5849 (p < 0.01).	at that place were significant differences in the MN frequencies between the blackball controls and the treated grouping at the dose of viii mg l ( - unity ) for @DRUG$ ( @DRUG$ < 0.05 ) and 40 mg l ( - unity ) for RH -5849 ( p < 0.01 ) .	There were significant the in differences treated frequencies between the negative controls and the MN groups at the dose 40 8 mg l - ( 1 ) for @DRUG$ ( @DRUG$ < 0.05 ) and of ( l ( - 1 ) for RH -5849 mg p < 0.01 ) .	There significant differences in MN between the negative controls and the treated groups at the dose of 8 mg l ( - 1 ) for @DRUG$ ( @DRUG$ < 0.05 ) and 40 mg l ( - 1 ) for RH -5849 ( p < 0.01 ) .	There were significant differences in the MN frequencies between the negative controls and the treated groups at the dose of 8 mg l ( - 1 ) for @DRUG$ ( @DRUG$ < 0.05 ) and 40 mg l ( - 1 ) for RH -5849 ( p < 0.01 )	0
0	80 micrograms medetomidine/kg--5 mg ketamine/kg provided a duration of anaesthesia longer than 1 mg @DRUG$/kg--10 @DRUG$ ketamine/kg, and not significantly different from those induced by 1 mg xylazine/kg--10 mg ketamine/kg or 7.5 mg zolazepam/kg--7.5 mg tiletamine/kg.	80 micrograms medetomidine / kg-- 5 mg ketamine / kg supply a length of anesthesia longer than 1 mg @DRUG$ / kg-- 10 @DRUG$ ketamine / kg , and not importantly different from those hasten by 1 mg xylazine / kg-- 10 mg ketamine / kg or 7.5 mg zolazepam / kg--7.5 mg tiletamine / kg.	80 micrograms medetomidine / kg-- induced mg ketamine / kg provided / kg-- of anaesthesia longer than 1 mg @DRUG$ / duration 10 @DRUG$ ketamine a kg , and not significantly different kg--7.5 those 5 by 1 mg xylazine / kg-- 10 mg ketamine / kg or 7.5 mg zolazepam / from mg tiletamine / kg.	80 micrograms medetomidine / 5 mg ketamine / kg provided a of anaesthesia longer than 1 mg @DRUG$ / kg-- 10 @DRUG$ ketamine / , and not significantly different from those induced by 1 mg xylazine kg-- 10 mg ketamine / kg or 7.5 mg zolazepam / kg--7.5 mg tiletamine / kg.	For every 80 micrograms of medetomidine administered, 5 milligrams of ketamine is required to achieve the same level of anaesthesia.	1
0	@DRUG$ prevented arterial thrombosis as effectively @DRUG$ unfractionated heparin.	@DRUG$ prevented arterial thrombosis as in effect @DRUG$ unfractionated heparin .	@DRUG$ prevented arterial thrombosis effectively as @DRUG$ unfractionated heparin .	@DRUG$ prevented arterial thrombosis as effectively @DRUG$ unfractionated heparin .	@DRUG$ was just as effective as @DRUG$ in preventing arterial thrombosis.	0
0	The few studies showed an antimicrobic effectiveness of beeswax against overall Staphylococcus aureus, Salmonella enterica, Candida albicans and Aspergillus niger; these inhibitory effects are enhanced synergistically with other natural products such as @DRUG$ or @DRUG$ oil.	The few studies establish an antimicrobic effectiveness of beeswax against overall Staphylococcus aureus , salmonella enterica , Candida albicans and Aspergillus niger ; these inhibitory consequence are enhanced synergistically with other instinctive products such as @DRUG$ or @DRUG$ oil .	The few against enhanced an antimicrobic effectiveness synergistically beeswax studies overall Staphylococcus aureus , Salmonella enterica Aspergillus Candida albicans and , niger ; these inhibitory effects are showed of with other natural products such as @DRUG$ or @DRUG$ oil .	The few studies showed an antimicrobic effectiveness of beeswax against overall Staphylococcus aureus , Salmonella enterica , Candida albicans Aspergillus niger ; these inhibitory effects are enhanced synergistically with other natural products such as @DRUG$ or @DRUG$ oil .	The few studies showed that beeswax is effective against Staphylococcus aureus, Salmonella enterica, Candida albicans, and Aspergillus niger. These inhibitory effects are enhanced synergistically with other natural products such as @DRUG$ or DRU	1
0	A randomized phase III trial of topotecan versus @DRUG$ in ovarian cancer patients pretreated with cisplatin/cyclophosphamide has demonstrated that topotecan is @DRUG$ effective as paclitaxel in the second-line treatment of these patients.	ampere randomized phase III trial of topotecan versus @DRUG$ in ovarian malignant neoplastic disease patient role pretreated with cisplatin / cyclophosphamide has demonstrated that topotecan is @DRUG$ effective as paclitaxel in the second -line treatment of these patient role .	A randomized phase III trial of topotecan that @DRUG$ in ovarian as patients pretreated / cisplatin with cyclophosphamide has demonstrated versus topotecan is @DRUG$ effective cancer paclitaxel in the second -line treatment of these patients .	A randomized phase III trial of topotecan versus @DRUG$ in ovarian cancer patients pretreated cisplatin has demonstrated that topotecan is @DRUG$ effective as paclitaxel in the second -line of these patients .	A randomized phase III trial of topotecan versus @DRUG$ in ovarian cancer patients pretreated with cisplatin / cyclophosphamide has demonstrated that topotecan is @DRUG$ effective as paclitaxel in the second -line treatment of these patients ."DRUG	0
0	To @DRUG$, only 2 broad-spectrum K(+) channel blockers, 4-aminopyridine (@DRUG$) and 3,4-diaminopyridine (3,4-DAP), have been tested in MS patients.	To @DRUG$ , only two broad-spectrum one thousand ( + ) groove blockers , 4 - aminopyridine ( @DRUG$ ) and 3,4- diaminopyridine ( 3,4 - DAP ) , have been tested in MS patients .	To @DRUG$ , only 2 and K ( + ) ) blockers , 4 - aminopyridine ( @DRUG$ channel broad-spectrum 3,4- DAP ( 3,4 - diaminopyridine ) , have been tested in MS patients .	To @DRUG$ , only 2 broad-spectrum K ( + ) channel blockers , 4 - aminopyridine ( @DRUG$ ) and 3,4- diaminopyridine 3,4 - DAP ) , have been tested in MS patients .	Only two broad-spectrum K+ channel blockers, 4-aminopyridine (@DRUG$) and 3,4-diaminopyridine (3,4-DAP), have been tested in MS patients to @DRUG$.	0
1	ATI-7505, an investigational @DRUG$(4) receptor agonist, was designed to have similar activity as @DRUG$ without the cardiac adverse effects, i.e. without QT prolongation.	ATI - 7505 , an investigational @DRUG$ ( quadruplet ) sense organ agonist , was designed to have standardized activity as @DRUG$ without the cardiac adverse effects , i.e. without QT prolongation .	ATI - prolongation , an investigational @DRUG$ ( 4 ) receptor agonist , was designed to have similar cardiac as @DRUG$ without the activity adverse effects , 7505 without QT i.e. .	ATI - 7505 , an investigational @DRUG$ ( 4 receptor agonist , was designed to have similar activity as @DRUG$ without the cardiac adverse effects , i.e. QT prolongation	@DRUG$ is similar to @DRUG$, but without the cardiac adverse effects (e.g. QT prolongation).	0
0	@DRUG$ was active at 0.1 and 1 @DRUG$/kg in both acute and delayed emesis models in ferrets, respectively, consistent with clinical data for other NK1 antagonists.	@DRUG$ was active at 0.1 and 1 @DRUG$ / kg in both acute and hold up emesis modelling in black footed ferret , respectively , consistent with clinical data for other NK1 antagonists .	@DRUG$ 1 active at and and was @DRUG$ / kg in both acute 0.1 other emesis models in ferrets , respectively , consistent with clinical data for delayed NK1 antagonists .	@DRUG$ was active at 0.1 1 @DRUG$ kg in both acute and delayed emesis models ferrets , respectively , consistent with clinical data for other NK1 antagonists .	@DRUG$ was effective at doses of 0.1 and 1 @DRUG$ / kg in both models of vomiting in ferrets, which is consistent with clinical data for other NK1 antagonists.	0
0	(E)-4-(2-(6-(2-(2-(2-(18)F-fluoroethoxy)ethoxy)ethoxy)pyridin-3-yl)vinyl)-N-methyl @DRUG$ ((18)@DRUG$-AV-45) is such as an agent currently in phase III clinical studies for PET of Abeta plaques in the brain.	( E ) -4-( 2-( 6-( 2-( 2-( deuce - ( xviii ) F -fluoroethoxy ) ethoxy ) ethoxy ) pyridin-3-yl ) vinyl ) -N-methyl @DRUG$ ( ( xviii ) @DRUG$ - AV -45 ) is such as an agent currently in stage III clinical studies for pet of Abeta brass in the brain .	( E ) -4-( in 6-( 2-( 2-( 2 such ( III ) F -fluoroethoxy ) ethoxy ) ethoxy ) pyridin-3-yl ) vinyl ) -N-methyl @DRUG$ ( ( 18 ) @DRUG$ - AV 18 ) is - as an agent currently 2-( phase -45 clinical studies for PET of Abeta plaques in the brain .	( E ) 2-( 6-( 2-( 2-( 2 - 18 ) F -fluoroethoxy ) ethoxy ) ethoxy ) pyridin-3-yl ) -N-methyl @DRUG$ ( 18 ) @DRUG$ - AV -45 ) is such an agent currently in phase III clinical studies for PET of Abeta plaques the brain .	E"-4-(2-(6-(2-(2-(2-((18)F-fluoroethoxy)ethoxy)ethoxy)pyridin-3-yl)vinyl)-N-methyl @DRUG$ is an agent that is currently being studied in phase III clinical	1
0	@DRUG$ caused significant increases of saliva SP-IS concentrations from the day 13 (25.3 +/- 1.6 pg mL(-1)) to day 14 (25.8 +/- 1.7 @DRUG$ mL(-1)) compared with day 1 (19.9 +/- 1.9 pg mL(-1)).	@DRUG$ caused meaning step up of saliva SP - live concentrations from the day thirteen ( 25.3 +/- 1.6 pg mL ( - 1 ) ) to day xiv ( 25.8 +/- 1.7 @DRUG$ mL ( - 1 ) ) compared with day 1 ( 19.9 +/- 1.9 pg mL ( - 1 ) ) .	@DRUG$ caused significant increases of saliva SP - IS concentrations from the day 13 ( 25.3 ) 1.6 pg mL ( 25.8 1 ) +/- to day 14 ( - +/- 1.7 @DRUG$ mL ( - 1 19.9 ) compared with day 1 ( ) +/- pg 1.9 mL ( - 1 ) ) .	@DRUG$ caused increases saliva SP - IS concentrations from the 13 ( 25.3 1.6 pg mL ( - 1 ) ) to day 14 25.8 +/- 1.7 @DRUG$ mL ( - 1 ) ) compared with day 1 ( 19.9 +/- 1.9 pg mL ( - 1 ) ) .	@DRUG$ caused significant increases of saliva SP - IS concentrations from the day 13 ( 25.3 +/- 1.6 pg mL ( - 1 ) ) to day 14 ( 25.8 +/- 1.7 @DRUG$ mL ( - 1 ) ) compared with day 1 ( 19.9 +/-	0
0	In patients with methicillin-resistant S. aureus (MRSA) or VREF infections participating in prospective emergency-use trials, @DRUG$/@DRUG$ 7.5 mg/kg every 8 or 12 hours achieved clinical or bacteriological success in > or =64% of patients.	In patients with methicillin-resistant S. aureus ( MRSA ) or VREF infections take part in prospective emergency - economic consumption trials , @DRUG$ / @DRUG$ 7.5 mg / kg every eighter or xii hours achieved clinical or bacteriological success in > or = 64 % of patients .	7.5 or infections methicillin-resistant S. aureus ( MRSA ) or VREF with participating in prospective emergency - use trials , @DRUG$ / @DRUG$ In mg / kg every 8 patients % hours achieved clinical or bacteriological success in > or = 64 12 of patients .	In patients with methicillin-resistant S. aureus ( MRSA ) or infections participating in prospective emergency - use trials , @DRUG$ / @DRUG$ 7.5 mg / kg every 8 or 12 hours achieved clinical or bacteriological success in > or = 64 % of patients .	In patients with methicillin-resistant S. aureus ( MRSA ) or VREF infections, @DRUG$ / @DRUG$ 7.5 mg / kg every 8 or 12 hours achieved clinical or bacteriological success in > or = 64 % of patients .	0
1	We compared the anesthetic effects of @DRUG$-tiletamine (ZT) with those of @DRUG$-ketamine (MK) and medetomidine-zolazepam-tiletamine (MZT) in 93 free-ranging polar bears.	We compared the anaesthetic effects of @DRUG$ - tiletamine ( ZT ) with those of @DRUG$ - ketamine ( MK ) and medetomidine - zolazepam-tiletamine ( MZT ) in 93 free-ranging pivotal conduct .	We compared the anesthetic effects in @DRUG$ - of zolazepam-tiletamine ZT ) with those of @DRUG$ - ketamine ( MK ) and medetomidine - ( ( MZT ) tiletamine 93 free-ranging polar bears .	compared anesthetic effects of @DRUG$ - tiletamine ( ) with those of @DRUG$ - ketamine ( MK ) and medetomidine zolazepam-tiletamine ( MZT ) in free-ranging polar bears .	We found that the anesthetic effects of @DRUG$ were similar to those of @DRUG$ in 93 free-ranging polar bears.	0
1	Single subcutaneous dose of dichlorvos (200 mg/kg body weight) resulted in marked changes in the dopaminergic neurotransmitter system in terms of increased levels of both dopamine and @DRUG$ along with significant increase in the activity of both the catecholamine synthesizing enzymes, tyrosine hydroxylase (TH) and @DRUG$-beta-hydroxylase.	individual hypodermic dose of dichlorvos ( cc mg / kg body weight ) resulted in marked changes in the dopaminergic neurotransmitter system of rules in terms of increased levels of both dopamine and @DRUG$ along with substantial increase in the activity of both the catecholamine synthesizing enzymes , tyrosine hydroxylase ( TH ) and @DRUG$ - beta-hydroxylase .	Single subcutaneous dose of dichlorvos ( 200 mg increased kg body weight ) resulted in marked changes in the - neurotransmitter system in terms of / levels of both dopamine and @DRUG$ along with both increase in the activity synthesizing significant the catecholamine of enzymes , tyrosine hydroxylase ( TH ) and @DRUG$ dopaminergic beta-hydroxylase .	Single subcutaneous of ( / kg body weight ) resulted in marked changes in the dopaminergic neurotransmitter system in terms of levels of both dopamine and @DRUG$ along with significant increase in the activity of the catecholamine synthesizing enzymes , hydroxylase TH ) and @DRUG$ - beta-hydroxylase .	The administration of dichlorvos ( a drug ) results in increased levels of dopamine and @DRUG$ , as well as an increase in the activity of the catecholamine synthesizing enzymes tyrosine hydroxylase and @DRUG$ - beta-hydroxylase .	0
0	In the current study, the effects of ASE on DA, norepinephrine (NE), 5-HT, ACh, glutamate, and gamma-aminobutyric acid (GABA) efflux in rat mPFC, @DRUG$, and @DRUG$ were investigated with microdialysis in awake, freely moving rats.	In the current analyse , the effects of ASE on DA , norepinephrine ( ne ) , cinque - HT , ACh , glutamate , and gamma-aminobutyric acid ( gamma aminobutyric acid ) efflux in rat mPFC , @DRUG$ , and @DRUG$ were investigated with microdialysis in awake , freely moving so and so .	In the current study , the effects of ASE on DA , norepinephrine ( NE ) , and - HT , glutamate , ACh , and gamma-aminobutyric acid ( GABA ) efflux in 5 mPFC , @DRUG$ , rats @DRUG$ were investigated with microdialysis in awake , freely moving rat .	In the current study , the effects of ASE on DA , norepinephrine ( NE ) , 5 - HT , ACh , glutamate , and gamma-aminobutyric acid ( GABA ) efflux in rat mPFC , @DRUG$ , @DRUG$ were investigated microdialysis in awake , freely moving rats .	The study found that ASE had an effect on the efflux of DA, NE, 5-HT, ACh, glutamate, and GABA in the rat mPFC.	1
0	Indices of tissue oxygenation and perfusion were monitored every 2 hours after basic measurements (pre-LPS), including @DRUG$ delivery (DO2), oxygen consumption (VO2), serum levels of lactate (@DRUG$), mixed venous oxygen saturation (SvO2), urine output, intramucosal pH (pHi), gastric-to-arteria partial pressure of carbon dioxide gap (Pg-a CO2).	Indices of weave oxygenation and perfusion were monitored every  hours after staple measurements ( pre - l p ) , including @DRUG$ delivery ( DO2 ) , o use of goods and services ( VO2 ) , serum levels of lactate ( @DRUG$ ) , mixed venous o saturation ( SvO2 ) , urine output , intramucosal ph scale ( pHi ) , gastric-to -arteria partial pressure of carbon dioxide gap ( Pg - a CO2 ) .	Indices of tissue oxygenation gastric-to perfusion were monitored every hours dioxide after basic measurements ) pre - LPS -arteria , including @DRUG$ delivery ( DO2 ) , oxygen consumption ( VO2 ) , serum levels of lactate ( @DRUG$ ( , mixed venous output saturation ( SvO2 ) and urine oxygen , intramucosal pH ( pHi ) , , ) partial pressure of carbon 2 gap ( Pg - a CO2 ) .	Indices of tissue oxygenation and perfusion were monitored every 2 hours after basic measurements ( pre - LPS ) including @DRUG$ delivery ( DO2 ) , consumption ( VO2 ) , serum levels of lactate ( @DRUG$ ) , mixed venous oxygen saturation ( SvO2 ) , urine , intramucosal pH ( pHi ) , gastric-to -arteria partial pressure of carbon dioxide gap ( Pg - a CO2 .	The indices of tissue oxygenation and perfusion were monitored every 2 hours after basic measurements, including @DRUG$ delivery, oxygen consumption, serum levels of lactate, mixed venous oxygen saturation, urine output, intramucosal pH, and gastric-to-arteria partial pressure of carbon	1
0	Correlation was not observed between different dhps genotypes and the in vitro outcome to SDX and @DRUG$ (@DRUG$ = 0.30 and 0.34).	correlation coefficient was not observed between dissimilar dhps genotypes and the in vitro outcome to SDX and @DRUG$ ( @DRUG$ = 0.30 and 0.34 ) .	Correlation was not observed between different dhps genotypes and the in ( outcome to SDX and @DRUG$ vitro @DRUG$ = 0.30 ) 0.34 and .	Correlation was not observed between different dhps genotypes and the in vitro outcome to SDX and @DRUG$ ( @DRUG$ = 0.30 and 0.34 ) .	There is no significant relationship between different dhps genotypes and the in vitro outcome to SDX and @DRUG$.	1
0	INTERVENTION: Fondaparinux, 7.5 mg (5.0 mg in patients weighing <50 kg and 10.0 mg in patients weighing >100 kg) subcutaneously once daily, or enoxaparin, 1 @DRUG$/kg of body weight, subcutaneously twice daily for at least 5 days and until @DRUG$ antagonists induced an international normalized ratio greater than 2.0.	INTERVENTION : Fondaparinux , 7.5 mg ( 5.0 mg in patient weighing <  kilo and 10.0 mg in patient weighing > 100 kilo ) subcutaneously once daily , or enoxaparin , one @DRUG$ / kilo of body weight , subcutaneously twice daily for at least quintet days and until @DRUG$ antagonists induced an international renormalise ratio greater than 2.0 .	INTERVENTION : Fondaparinux , 7.5 kg ( mg mg daily patients an < 50 kg and 10.0 5.0 in patients weighing > 100 kg ) subcutaneously least in , or enoxaparin of 1 @DRUG$ / mg , body weight , subcutaneously twice daily for at once 5 days and until @DRUG$ antagonists induced weighing international normalized ratio greater than 2.0 .	INTERVENTION : Fondaparinux , 7.5 mg 5.0 mg in patients weighing < kg and 10.0 mg in patients weighing > 100 kg ) subcutaneously once daily , or enoxaparin , 1 @DRUG$ / of body weight , subcutaneously twice daily at least 5 days and until @DRUG$ antagonists induced an international normalized ratio than 2.0 .	INTERVENTION : Fondaparinux , 7.5 mg ( 5.0 mg in patients weighing < 50 kg and 10.0 mg in patients weighing > 100 kg ) subcutaneously once daily , or enoxaparin , 1 @DRUG$ / kg of body weight , sub	1
0	@DRUG$ (L-OddC) is an @DRUG$-configuration deoxycytidine analog currently in phase II trials for the treatment of cancer.	@DRUG$ ( L- OddC ) is an @DRUG$ - configuration deoxycytidine analog currently in phase II trial run for the treatment of crab .	@DRUG$ cancer L- the ) is an @DRUG$ - configuration deoxycytidine analog currently in phase II trials for OddC treatment of ( .	@DRUG$ ( L- OddC ) is an @DRUG$ - configuration deoxycytidine analog currently in phase II trials the treatment of cancer .	@DRUG$ is an analog of the drug @DRUG$, which is currently being used to treat cancer.	0
0	Atypical antipsychotic drugs, which are more potent direct acting antagonists of brain @DRUG$ (5-HT)(2A) than dopamine (DA) @DRUG$(2) receptors, preferentially enhance DA and acetylcholine (ACh) efflux in the rat medial prefrontal cortex (mPFC) and hippocampus (HIP), compared with the nucleus accumbens (NAc).	Atypical antipsychotic drug drugs , which are more potent direct playacting antagonists of brain @DRUG$ ( 5 - HT ) ( 2A ) than dopamine ( da ) @DRUG$ ( 2 ) receptors , preferentially heighten da and acetylcholine ( ACh ) efflux in the rat medial prefrontal cortex ( mPFC ) and genus hippocampus ( HIP ) , compared with the cell nucleus accumbens ( NAc ) .	Atypical antipsychotic drugs - which are ( potent direct acting antagonists of and @DRUG$ ( 5 enhance HT ) ( 2A ) than dopamine ( medial ) @DRUG$ the 2 ) receptors , preferentially , DA and acetylcholine ( ACh ) efflux in the rat DA prefrontal cortex ( mPFC ) brain hippocampus more HIP ) , compared with ( nucleus accumbens ( NAc ) .	antipsychotic drugs , which are more potent direct acting antagonists brain @DRUG$ ( 5 - HT ) ( 2A ) than dopamine ( DA ) @DRUG$ 2 ) receptors , preferentially DA and acetylcholine ( ACh ) efflux in the rat medial prefrontal cortex ( mPFC ) hippocampus ( HIP ) , compared with the nucleus accumbens ( NAc ) .	Atypical antipsychotic drugs are more potent direct acting antagonists of brain @DRUG$ receptors than dopamine @DRUG$ receptors, and they preferentially enhance DA and acetylcholine efflux in the rat medial prefrontal cortex and hippocampus, compared with the nucleus accumbens.	0
0	CYP51 of @DRUG$ (cCYP51) was @DRUG$-expressed with Candida tropicalis oxidoreductase in the baculovirus system.	CYP51 of @DRUG$ ( cCYP51 ) was @DRUG$ - expressed with Candida tropicalis oxidoreductase in the baculovirus organization .	CYP51 of @DRUG$ ( cCYP51 ) oxidoreductase @DRUG$ - expressed with Candida tropicalis was in the baculovirus system .	CYP51 of @DRUG$ cCYP51 was @DRUG$ - expressed with Candida tropicalis oxidoreductase in the baculovirus system .	CYP51 of @DRUG$ ( cCYP51 ) was expressed with Candida tropicalis oxidoreductase in the baculovirus system .	1
0	CASE REPORT: A 28-year-old man with no prior history of heart disease developed severe chest pain, inverted T waves, and intraventricular conduction delay on EKG and mild elevation of cardiac enzymes 5 hours after unintentional injection of less than half of a 12cc syringe filled with Micotil 300 (@DRUG$ phosphate 300 mg/mL, @DRUG$ 25%, phosphoric acid, water for injection).	CASE REPORT : A  - year- honest to goodness man with no prior history of heart disease developed severe chest pain , reverse mt waves , and intraventricular conduction hold up on EKG and mild elevation of cardiac enzymes 5 hours after unintentional injection of less than half of a 12 mil syringe filled with Micotil 300 ( @DRUG$ phosphate 300 mg / mL , @DRUG$ 25 % , phosphorous acid , water for injection ) .	CASE , , A 28 - year- old man syringe no prior history of heart disease developed severe chest pain hours inverted T waves REPORT and EKG conduction delay on intraventricular and mild elevation of cardiac enzymes 5 , after unintentional injection of less than half of a ) cc with filled with Micotil 300 ( @DRUG$ phosphate 300 mg / mL , @DRUG$ 25 % for phosphoric acid : water , injection 12 .	CASE REPORT : A 28 - year- old man with no prior history of heart disease developed severe chest pain , inverted T waves , and intraventricular conduction delay on EKG and mild elevation of cardiac enzymes 5 hours after unintentional of less than half of a 12 cc syringe filled with Micotil 300 ( @DRUG$ phosphate 300 mg / mL , @DRUG$ 25 % , acid , water for injection ) .	A man who injected himself with Micotil 300 (@DRUG$) developed severe chest pain, inverted T waves, and intraventricular conduction delay on EKG and mild elevation of cardiac enzymes 5 hours after the injection. Micotil 300 is a drug made up of DRUGA	1
0	"OBJECTIVE: The ""atypical"" profile of the new antipsychotics clozapine, olanzapine, quetiapine, and risperidone has been linked to combined antagonism of serotonin 2 (@DRUG$(2)) and @DRUG$ 2 (D(2)) receptors."	" OBJECTIVE : The " " irregular " " visibility of the new antipsychotics clozapine , olanzapine , quetiapine , and risperidone has been linked to combined enmity of  hydroxytryptamine 2 ( @DRUG$ ( 2 ) ) and @DRUG$ 2 ( D( 2 ) ) receptors . "	" OBJECTIVE 2 The " " atypical " ) profile of the and antipsychotics clozapine , olanzapine , quetiapine , and risperidone has been linked to combined antagonism " serotonin 2 ( @DRUG$ ( 2 ) ) new @DRUG$ : ( D( 2 ) of receptors . "	" OBJECTIVE : The " atypical " " of the new antipsychotics clozapine , olanzapine , quetiapine , and risperidone has linked to combined antagonism of 2 ( @DRUG$ ( 2 ) ) @DRUG$ 2 ( D( 2 ) ) receptors . "	The atypical profile of the new antipsychotics clozapine, olanzapine, quetiapine, and risperidone has been linked to combined antagonism of serotonin 2 (@DRUG$) and @DRUG$ 2 (D(2)) receptors.	0
0	Here, we discuss the role of @DRUG$ in regulating mitochondrial bioenergetics through protein phosphorylation and the evidence for soluble adenylyl cyclase @DRUG$ the source of cAMP inside mitochondria.	hera , we discuss the role of @DRUG$ in regulation mitochondrial bioenergetics through protein phosphorylation and the evidence for soluble adenylyl cyclase @DRUG$ the source of cAMP privileged mitochondria .	cAMP , the discuss the role of @DRUG$ in regulating mitochondrial bioenergetics through protein phosphorylation and the evidence for soluble adenylyl cyclase @DRUG$ we source of Here inside mitochondria .	we discuss the role of @DRUG$ regulating mitochondrial bioenergetics through protein phosphorylation and the evidence for soluble cyclase @DRUG$ source inside mitochondria .	@DRUG$ regulates mitochondrial bioenergetics by phosphorylating proteins, and @DRUG$ is the source of cAMP inside mitochondria that helps to carry out this regulation.	0
1	@DRUG$, like other NSAIDs, appears to interact with warfarin, sulphonylureas, digoxin and @DRUG$.	@DRUG$ , like other NSAIDs , appears to interact with warfarin , sulphonylureas , lanoxin and @DRUG$ .	@DRUG$ NSAIDs like other , , appears to interact with warfarin , sulphonylureas , digoxin and @DRUG$ .	@DRUG$ , like other NSAIDs , appears to interact with warfarin sulphonylureas , digoxin and @DRUG$ .	@DRUG$ appears to interact with other drugs, including warfarin, sulphonylureas, digoxin, and @DRUG$ .	0
0	Serum concentrations of @DRUG$, @DRUG$, follicle stimulating hormone (FSH), sex-hormone binding globulin (SHBG), parathyroid hormone and prolactin were determined from samples taken at baseline, at 4 days and at 4, 12, and 16 weeks' visits.	Serum concentrations of @DRUG$ , @DRUG$ , follicle stimulating hormone ( follicle stimulating hormone ) , sex-hormone binding globulin ( SHBG ) , parathyroid hormone and prolactin were see from samples admit at baseline , at 4 days and at 4 , 12 , and 16 weeks ' inspect .	Serum concentrations of @DRUG$ , @DRUG$ at follicle stimulating hormone ( FSH ( , sex-hormone binding globulin ) SHBG ) , parathyroid hormone and prolactin were determined from samples taken at baseline , at 4 days visits 4 , , 12 , and 16 weeks ' and .	Serum concentrations of @DRUG$ , @DRUG$ , follicle ( FSH ) , sex-hormone binding globulin ( SHBG ) , parathyroid hormone and prolactin were determined from samples taken at at 4 days and at 4 12 , 16 weeks ' visits	The serum concentrations of @DRUG$ and @DRUG$ were determined from samples taken at baseline, at 4 days, and at 4, 12, and 16 weeks' visits.	0
0	Effects of @DRUG$, @DRUG$ and ICI 182 780 on survival of uterine cancer cell lines in the presence and absence of exogenous estrogens.	Effects of @DRUG$ , @DRUG$ and ICI 182 780 on selection of uterine cancer cell lines in the presence and absence of exogenous oestrogen .	lines of @DRUG$ , @DRUG$ and ICI 182 780 on survival of uterine in cell Effects cancer the presence and absence of exogenous estrogens .	Effects of @DRUG$ , @DRUG$ and ICI 182 780 survival of uterine cancer cell lines in the presence and absence of exogenous estrogens .	The effects of @DRUG$ and @DRUG$ on the survival of uterine cancer cell lines in the presence and absence of exogenous estrogens.	0
0	Bioavailability studies have provided strong evidence that L-5-methyl-THF is at least as effective as @DRUG$ in improving folate status, as measured by blood concentrations of folate and by functional indicators of folate status, such as plasma @DRUG$.	Bioavailability canvass have provided inviolable evidence that L-5 - methyl group - THF is at to the lowest degree as effective as @DRUG$ in improving folate status , as measured by blood concentrations of folate and by functional indicators of folate status , such as plasma @DRUG$ .	folate studies have provided strong evidence that L-5 - methyl - THF is at , as effective as @DRUG$ in improving folate status least as measured by blood concentrations of such and by functional indicators of folate status , Bioavailability as plasma @DRUG$ .	Bioavailability studies have strong that L-5 - methyl - THF is at as effective as @DRUG$ in improving folate status , as measured by blood concentrations of folate and by functional indicators of folate status , such as plasma @DRUG$ .	Bioavailability studies have shown that L-5 - methyl - THF is just as effective as @DRUG$ in increasing folate levels in the blood and in improving folate function, as measured by plasma levels of @DRUG$ .	0
0	Kinetic analysis of transport indicated that the apparent affinities ( @DRUG$ (m)) of MeHg-L-@DRUG$ uptake by LAT1 and LAT2 (98+/-8 and 64+/-8 microM respectively) were comparable with those for methionine (99+/-9 and 161+/-11 microM), whereas the V (max) values were higher for MeHg-L-cysteine, indicating that it may be a better substrate than the endogenous amino acid.	Kinetic analytic thinking of enrapture indicated that the ostensible affinities ( @DRUG$ ( m ) ) of MeHg-L-@DRUG$ uptake by LAT1 and LAT2 ( 98 + / -8 and 64 +/-8 microM respectively ) were corresponding with those for methionine ( 99 + / -9 and 161+/-11 microM ) , whereas the V ( max ) evaluate were eminent for MeHg -L-cysteine , indicating that it may be a better substrate than the endogenous amino lucy in the sky with diamonds .	higher ) of transport that that m apparent affinities ( @DRUG$ ( ) analysis ) -L-cysteine MeHg-L-@DRUG$ uptake for LAT1 and LAT2 ( 98 + / -8 and 64 +/-8 microM respectively the were comparable with those for methionine ( 99 + / -9 and 161+/-11 microM ) , whereas the V ( max ) values were Kinetic by MeHg of , indicating indicated it may be a better substrate than the endogenous amino acid .	of transport indicated that the apparent affinities ( ( ) of MeHg-L-@DRUG$ uptake by LAT1 and LAT2 ( 98 + / -8 and 64 microM respectively ) were comparable with those for methionine ( 99 + / and 161+/-11 microM ) , whereas the V ( max ) values higher for MeHg -L-cysteine , indicating that it be substrate than the endogenous amino acid	The apparent affinities (@DRUG$ (m)) of MeHg-L-@DRUG$ uptake by LAT1 and LAT2 (98 +/-8 and 64 +/-8 microM respectively) were comparable with those for methionine (99 +/-9 and 161 +/-11 microM),	0
1	@DRUG$ also significantly protected shrews from vomiting during the delayed phase (27 - 40h post @DRUG$), but the reduction in mean vomit frequency failed to achieve significance.	@DRUG$ besides significantly protected shrews from vomiting during the stay phase ( 27 - 40h post @DRUG$ ) , but the step down in mean vomit frequency failed to achieve significance .	@DRUG$ vomit significantly protected shrews from vomiting , the delayed phase ( 27 mean 40h post @DRUG$ ) during but the reduction in - also frequency failed to achieve significance .	@DRUG$ also significantly protected shrews from vomiting during the delayed phase ( 27 post @DRUG$ ) , but the reduction in mean vomit frequency failed to achieve significance .	@DRUG$ also significantly protected shrews from vomiting during the delayed phase ( 27 - 40h post @DRUG$ ) .	0
0	When these slices were placed in a two-compartment bath, the cortical tissue could be depolarized, relative to the corpus callosum, by superfusions of high @DRUG$+, or by amino acids such as L-glutamate, L-aspartate, @DRUG$, kainate and N-methyl D-aspartate (NMDA).	When these fade were placed in a two -compartment bathtub , the cortical weave could be depolarized , relative to the principal sum callosum , by superfusions of high up @DRUG$ + , or by amino acids such as L-glutamate , L-aspartate , @DRUG$ , kainate and N-methyl D-aspartate ( NMDA ) .	high these slices were placed in a two -compartment bath , the cortical tissue could be depolarized as relative to the corpus callosum , by superfusions of When @DRUG$ + such or , amino acids , by L-glutamate , L-aspartate , @DRUG$ , kainate and N-methyl D-aspartate ( NMDA ) .	When slices were placed in a two -compartment bath , the cortical tissue be depolarized , relative to the corpus callosum , by superfusions of high @DRUG$ + , or by amino acids such as L-glutamate , L-aspartate , @DRUG$ , kainate and N-methyl D-aspartate ( NMDA ) .	When these slices were placed in a two -compartment bath , the cortical tissue could be depolarized , relative to the corpus callosum , by superfusions of high @DRUG$ + , or by amino acids such as L-glutamate , L-aspartate , DRU	1
0	Plasma levels and urinary excretion of NAT, @DRUG$, NAC, and total @DRUG$ were determined, and the site of deacetylation was examined by measuring the splanchnic and renal balances.	Plasma levels and urinary excreting of NAT , @DRUG$ , NAC , and total @DRUG$ were make up ones mind , and the site of deacetylation was examined by assess the splanchnic and renal balances .	Plasma levels were urinary and of NAT , @DRUG$ , NAC , and total @DRUG$ and determined , excretion the site of the was examined by measuring deacetylation splanchnic and renal balances .	levels urinary excretion of NAT , @DRUG$ , NAC , and @DRUG$ were determined , and the of was examined by measuring the splanchnic renal balances .	The plasma levels and urinary excretion of NAT , @DRUG$ , NAC , and total @DRUG$ were determined , and the site of deacetylation was examined by measuring the splanchnic and renal balances .	0
1	We studied the kinetics of @DRUG$ in three healthy volunteers after single oral (400 @DRUG$) and intravenous (150 mg) doses and in six patients with supraventricular tachycardia.	We studied the kinetics of @DRUG$ in ternion healthy volunteers after single oral ( 400 @DRUG$ ) and intravenous ( 150 atomic number  ) doses and in six patient with supraventricular tachycardia .	We studied in kinetics of @DRUG$ in three healthy volunteers after single oral ( ( @DRUG$ mg and intravenous 400 150 ) ) doses and the six patients with supraventricular tachycardia .	We studied the kinetics of @DRUG$ in three healthy volunteers after single oral ( 400 @DRUG$ ) and intravenous ( 150 mg ) doses and in six patients with supraventricular tachycardia .	We studied how quickly @DRUG$ is absorbed and eliminated after single oral ( 400 @DRUG$ ) and intravenous ( 150 mg ) doses, and in six patients with supraventricular tachycardia .	0
0	Aerosolized BD 1047 (1 mg ml(-1), 30 min) prevented the antitussive action of SKF-10,047 (5 mg kg(-1)) or DEX (30 mg kg(-1)) given by i.p. administration and, likewise, i.p. administration of @DRUG$ 1047 (5 @DRUG$ kg(-1)) prevented the antitussive action of SKF-10,047 given by aerosol (1 mg ml(-1)).	aerosolized bd 1047 ( one milligram cubic centimeter ( - one ) , 30 min ) prevented the antitussive sue of SKF - 10,047 ( 5 milligram kg ( - one ) ) or DEX ( 30 milligram kg ( - one ) ) chip in by i.p. administration and , likewise , i.p. administration of @DRUG$ 1047 ( 5 @DRUG$ kg ( - one ) ) prevented the antitussive sue of SKF - 10,047 chip in by spray can ( one milligram cubic centimeter ( - one ) ) .	Aerosolized BD 1047 ( 1 mg ml , - 1 ) , SKF min ) prevented the antitussive action of SKF - 10,047 ( 5 mg kg 30 - 1 aerosol ) 5 given ( ( mg kg ( - 1 ) ) given by i.p. administration and ( likewise , i.p. administration of @DRUG$ 1047 ) or @DRUG$ kg ( - 1 ) ) - the antitussive action of 30 - 10,047 DEX by ( ( 1 mg ml ( prevented 1 ) ) .	Aerosolized BD 1047 ( mg ml - 1 ) , 30 min ) prevented the antitussive action of SKF - 10,047 ( 5 mg kg ( - 1 ) ) or DEX ( 30 mg kg ( - 1 ) ) given by i.p. administration and , likewise , administration of @DRUG$ ( @DRUG$ kg ( - 1 ) ) prevented the antitussive action of SKF - 10,047 given by aerosol ( mg ( - 1 ) )	Aerosolized BD 1047 ( 1 mg ml ( - 1 ) , 30 min ) prevented the antitussive action of SKF - 10,047 ( 5 mg kg ( - 1 ) ) or DEX ( 30 mg kg ( - 1 ) ) given by i.p. administration	1
0	In addition, unlike @DRUG$, the selective inhibition of IL-23 may preserve IL-12-dependent functions such @DRUG$ protection against infections and tumor immune surveillance.	In addition , unlike @DRUG$ , the selective inhibition of IL - 23 whitethorn preserve IL - 12 - hooked functions such @DRUG$ protection against infections and tumor resistant surveillance .	unlike addition , In @DRUG$ , the selective inhibition of IL - 23 12 preserve IL - may - dependent functions infections @DRUG$ protection against such and tumor immune surveillance .	In addition , @DRUG$ , the selective inhibition of IL - 23 may preserve IL - - dependent functions such @DRUG$ protection against infections and tumor immune surveillance .	@DRUG$ is a selective inhibitor of IL-23, while @DRUG$ protects against infections and tumor immune surveillance.	0
0	PROCEDURE: Horses were treated with PGP (22,000 units of penicillin G/kg of body weight, i.m.) and with penicillin G @DRUG$ (22,000 U/kg, i.m.) and PH (1.55 mg/kg, i.@DRUG$.).	procedure : Horses were address with PGP ( 22,000 units of penicillin G/ kg of body weight , i.m. ) and with penicillin gee @DRUG$ ( 22,000 U / kg , i.m. ) and ph scale ( 1.55 mg / kg , i.@DRUG$ . ) .	PROCEDURE Horses : were treated and PGP ( 22,000 units of penicillin G/ kg of body weight , i.m. ) U with penicillin G @DRUG$ , 22,000 with / kg ( i.m. ) and PH ( 1.55 mg / kg , i.@DRUG$ . ) .	PROCEDURE : Horses were with PGP ( 22,000 of penicillin G/ kg of body weight , i.m. ) and with penicillin G @DRUG$ 22,000 U / kg , i.m. ) and PH ( mg / kg , i.@DRUG$ . ) .	Horses were treated with PGP ( 22,000 units of penicillin G/ kg of body weight , i.m. ) and with penicillin G @DRUG$ ( 22,000 U / kg , i.m. ) and PH ( 1.55 mg / kg ,	1
0	AREAS COVERED: This review focuses on, and critically appraises, the clinical efficacy and safety of @DRUG$ as well @DRUG$ its pharmacokinetic and pharmacodynamic properties.	AREAS COVERED : This review sharpen on , and critically appraises , the clinical efficacy and safety of @DRUG$ as fountainhead @DRUG$ its pharmacokinetic and pharmacodynamic properties .	AREAS COVERED : This review focuses on , pharmacodynamic critically appraises , the well efficacy and safety of @DRUG$ as clinical @DRUG$ its pharmacokinetic and and properties .	AREAS COVERED : This review focuses on , and critically appraises , the clinical efficacy and safety of @DRUG$ as @DRUG$ its pharmacokinetic and pharmacodynamic properties .	@DRUG$ is effective and safe for the treatment of , while @DRUG$ is effective and safe for the treatment of .	0
0	@DRUG$ drugs with a similar structure to @DRUG$ (i.e. Felbamate) and those with NMDA antagonist activity have been clinically used as anticonvulsants, the aim of this study was to determine whether Guaifenesin has an anticonvulsant effect in an animal model of seizure.	@DRUG$ drugs with a similar structure to @DRUG$ ( ie Felbamate ) and those with NMDA antagonist activeness have been clinically ill used as anticonvulsants , the aim of this study was to determine whether Guaifenesin has an antiepileptic effect in an animal model of seizure .	@DRUG$ drugs with anticonvulsant the structure to @DRUG$ ( i.e. Felbamate ) NMDA those with and antagonist activity have been clinically used as anticonvulsants , similar aim of this study effect to determine whether Guaifenesin has an a was in an animal model of seizure .	@DRUG$ drugs similar structure to @DRUG$ ( i.e. Felbamate ) and those with NMDA antagonist activity have been clinically used as anticonvulsants , the aim of this study to determine whether Guaifenesin has an anticonvulsant effect in an animal model seizure .	@DRUG$ is a drug that has been clinically used as an anticonvulsant, and @DRUG$ is a drug that has NMDA antagonist activity.	0
0	In developing countries, there is the possibility of risk regarding exposure to Hg from amalgam tooth fillings, ethyl-Hg (@DRUG$) added @DRUG$ antiseptic to vaccines and methyl-Hg in fish.	In developing countries , there is the possible action of put on the line affect exposure to Hg from amalgam tooth fillings , ethyl - Hg ( @DRUG$ ) added @DRUG$ antiseptic to vaccines and methyl - Hg in fish .	is developing countries , there ( the possibility of Hg regarding exposure to risk from amalgam tooth fillings , ethyl - Hg In @DRUG$ ) added @DRUG$ antiseptic to vaccines and methyl - Hg in fish .	In developing countries , is the possibility of risk regarding exposure to Hg from amalgam tooth fillings , ethyl - Hg ( @DRUG$ ) added @DRUG$ antiseptic to vaccines and methyl Hg in fish .	In developing countries, there is a possibility of risk regarding exposure to Hg from amalgam tooth fillings, ethyl-Hg (@DRUG$) added @DRUG$ antiseptic to vaccines, and methyl-Hg in fish.	0
0	Moreover, individual components, such @DRUG$ equilin sulfate, delta-8-estrone sulfate, 17beta-dihydroequilin sulfate and @DRUG$ sulfate, have potent estrogenic effects.	Moreover , individual factor , such @DRUG$ equilin sulfate , delta-8- oestrone sulfate , 17beta-dihydroequilin sulfate and @DRUG$ sulfate , have potent estrogenic effects .	Moreover , individual components estrogenic sulfate @DRUG$ equilin sulfate , delta-8- estrone such , 17beta-dihydroequilin sulfate and @DRUG$ sulfate , have potent , effects .	Moreover , components , such @DRUG$ equilin sulfate , delta-8- estrone sulfate , sulfate and @DRUG$ sulfate , have potent estrogenic effects .	@DRUG$ is a potent estrogenic compound, while @DRUG$ is a sulfate compound with potent estrogenic effects.	0
0	The effect on @DRUG$-CMC binding by hyaluronic acid (HA) or glucose was measured after preincubation in HA, mAb to CD44, or @DRUG$, or mAb to GluT-1.	The effect on @DRUG$ - CMC binding by hyaluronic blistering ( HA ) or glucose was measured after preincubation in HA , thousand group ab to CD44 , or @DRUG$ , or mAb to GluT -1 .	on effect The @DRUG$ - CMC CD44 by hyaluronic acid ( HA ) Ab glucose was measured after preincubation in HA , m or to binding , or @DRUG$ , or mAb to GluT -1 .	The effect on @DRUG$ - CMC binding by hyaluronic acid ( HA ) or glucose was measured after preincubation in HA , m to CD44 , or @DRUG$ , or mAb to GluT .	The effect on @DRUG$ - CMC binding by hyaluronic acid ( HA ) or glucose was measured after preincubation in HA , m Ab to CD44 , or @DRUG$ , or mAb to GluT -1 ."In other words, the relationship	0
0	In patients, low SSADH expression was correlated with high @DRUG$/@DRUG$ ratios, and distinguished weakly proliferative/differentiated glioblastoma territories from proliferative/non-differentiated territories.	In patients , low SSADH expression was correlate with highschool @DRUG$ / @DRUG$ ratios , and distinguished weakly proliferative / differentiated glioblastoma territories from proliferative / non-differentiated territories .	In / , low SSADH expression was correlated / high @DRUG$ with @DRUG$ ratios , and distinguished weakly proliferative patients differentiated glioblastoma territories from proliferative / non-differentiated territories .	In patients , low SSADH expression was correlated with high @DRUG$ / @DRUG$ ratios , and distinguished proliferative / differentiated glioblastoma territories from proliferative / non-differentiated territories .	Low SSADH expression was correlated with high @DRUG$ / @DRUG$ ratios.	0
0	After single oral doses of @DRUG$ solution (1,2, and 4 @DRUG$), the area under the concentration-time curve (AUC) and maximum concentration (Cmax) were dose proportional.	After single oral state of @DRUG$ solution ( 1,2 , and 4 @DRUG$ ) , the area under the concentration - time veer ( AUC ) and utmost concentration ( Cmax ) were dose proportional .	After ) oral doses of @DRUG$ solution ( 1,2 , and 4 @DRUG$ ) , the area under ) concentration the time curve ( AUC - and maximum concentration ( Cmax single were dose proportional .	After single doses of @DRUG$ solution ( 1,2 , and 4 @DRUG$ ) , the under concentration - time curve ( AUC and maximum concentration Cmax were dose proportional	The more @DRUG$ you take, the more @DRUG$ you will have in your system.	0
0	At the end of the procedure the deer received zuclopenthixol acetate 1 mg/kg i.m. and (to antagonize the xylazine) tolazoline 2 mg/kg i.m. Group 2 (>1 yr old; n = 7) deer were administered @DRUG$ 1 mg/kg i.@DRUG$..	At the end of the procedure the cervid incur zuclopenthixol acetate 1 atomic number  / kg i.m. and ( to antagonise the xylazine ) tolazoline 2 atomic number  / kg i.m. Group 2 ( >1 yr onetime ; n = 7 ) cervid were administered @DRUG$ 1 atomic number  / kg i.@DRUG$ ..	At the end of the procedure deer the received zuclopenthixol ( ( mg / ) i.m. and acetate to antagonize the xylazine ) 1 2 mg / kg i.m. Group 2 tolazoline >1 yr old ; n = 7 kg deer were administered @DRUG$ 1 mg / kg i.@DRUG$ ..	At the end of the deer received zuclopenthixol acetate 1 mg ( to antagonize xylazine ) tolazoline 2 mg / kg i.m. Group 2 ( >1 yr old ; 7 ) deer were administered @DRUG$ 1 mg / kg i.@DRUG$ ..	Group 2 deer were administered @DRUG$ 1 mg / kg i.@DRUG$ ..	0
0	The mean increase in concentration of alpha-tocopherols (mg/g lipid) in 24 h was 71.2% after RRR-@DRUG$, 63.3% after RRR-@DRUG$, and 41.2% after RRR-alpha-tocopherol succinate.	The mean growth in concentration of alpha-tocopherols ( mg / universal gravitational constant lipoid ) in twenty four h was 71.2 % after RRR - @DRUG$ , 63.3 % after RRR - @DRUG$ , and 41.2 % after RRR - alpha-tocopherol succinate .	The mean increase in - of alpha-tocopherols mg ( / g lipid ) - 24 h was RRR % after RRR in @DRUG$ , 63.3 % after RRR concentration @DRUG$ , and 41.2 % after 71.2 - alpha-tocopherol succinate .	The mean increase in concentration of alpha-tocopherols ( mg / g lipid ) in 24 h was 71.2 % after RRR - @DRUG$ , 63.3 % after RRR - @DRUG$ , and 41.2 % after RRR - alpha-tocopherol succinate .	The mean increase in concentration of alpha-tocopherols ( mg / g lipid ) in 24 h was 71.2 % after RRR - @DRUG$ , 63.3 % after RRR - @DRUG$ , and 41.2 % after RRR - alpha-tocopherol	0
0	Three laboratory strains and three fresh mutans streptococcal isolates were repeatedly transferred in trypticase-yeast extract medium supplemented with glucose, fructose, @DRUG$, or @DRUG$ in the presence and absence of xylitol.	Three laboratory filter and three fresh mutans strep isolates were repeatedly transferred in trypticase - yeast extract medium supplemented with glucose , levulose , @DRUG$ , or @DRUG$ in the presence and absence of xylitol .	Three laboratory strains and three were mutans streptococcal isolates fresh repeatedly transferred in trypticase - yeast or medium supplemented with glucose , fructose , @DRUG$ presence extract @DRUG$ in the , and absence of xylitol .	Three strains and three fresh mutans streptococcal isolates were repeatedly transferred in trypticase - medium supplemented with glucose , fructose , @DRUG$ , or @DRUG$ in the presence absence of xylitol .	The strains were transferred to different media with different sugars in the presence or absence of xylitol .	1
1	Published data to date, suggest that alclofenac 3g daily is comparable in efficacy with aspirin 4.8g daily, @DRUG$ 300 to 600mg daily and @DRUG$ 150mg daily.	Published data to date , suggest that alclofenac 3g day by day is corresponding in efficacy with aspirin 4.8 g day by day , @DRUG$ ccc to 600 mg day by day and @DRUG$ 150 mg day by day .	Published aspirin , date , suggest that to 3g daily is comparable in efficacy with data 4.8 g daily alclofenac @DRUG$ 300 to 600 mg daily and @DRUG$ 150 mg daily .	Published data to date , suggest that alclofenac 3g daily is comparable in efficacy with aspirin 4.8 g daily , @DRUG$ 300 to 600 mg daily and @DRUG$ 150 mg daily .	Alclofenac is as effective as aspirin, @DRUG$ is as effective as @DRUG$.	0
0	Two agents in preclinical development (PABA/NO, releasing @DRUG$ on GST activation, and NOV-002, a pharmacologically stabilized pharmaceutical form of @DRUG$) can lead to glutathionylation of a number of cellular proteins.	 agents in preclinical development ( PABA / no , releasing @DRUG$ on GST energizing , and NOV - 002 , a pharmacologically stabilised pharmaceutical form of @DRUG$ ) can lead to glutathionylation of a number of cellular proteins .	and agents a preclinical development ( PABA , NO , releasing @DRUG$ on GST activation , Two NOV - 002 / in pharmacologically stabilized pharmaceutical form of @DRUG$ ) can lead to glutathionylation of a proteins of cellular number .	Two agents in preclinical development ( PABA / NO , releasing @DRUG$ on GST activation , and NOV - 002 , a pharmacologically stabilized pharmaceutical form of @DRUG$ ) can lead to glutathionylation of a number of proteins .	@DRUG$ and @DRUG$ are two agents in preclinical development that can lead to glutathionylation of a number of cellular proteins.	0
0	Twenty-seven healthy young males without a history of psychiatric disorder were randomly assigned to four groups, each group receiving one of the following daily drug regimens: placebo, clomipramine (a potent 5-HT/@DRUG$ reuptake blocker) 100 @DRUG$/day, duloxetine 20 mg/day, or duloxetine 60 mg/day.	Twenty - seven levelheaded untried male without a history of psychiatric disorder were haphazardly attribute to four groups , each group receiving one of the following daily dose regimens : placebo , clomipramine ( a potent 5 - HT / @DRUG$ reuptake blocker ) 100 @DRUG$ / day , duloxetine 20 mg / day , or duloxetine 60 mg / day .	Twenty - seven healthy young males , a following of HT disorder were randomly assigned to four groups , each group receiving one of the day daily / regimens : placebo without clomipramine ( a potent 5 - history / @DRUG$ reuptake blocker ) 100 @DRUG$ / day , duloxetine 20 mg / psychiatric , or duloxetine 60 mg drug day .	Twenty - seven healthy young males without a history of psychiatric disorder were randomly assigned to four groups , each group receiving one of the following daily drug regimens : placebo clomipramine a 5 - HT / @DRUG$ reuptake blocker ) 100 @DRUG$ / day , duloxetine day , or duloxetine 60 mg / day .	Twenty - seven healthy young males without a history of psychiatric disorder were randomly assigned to four groups , each group receiving one of the following daily drug regimens : placebo , clomipramine ( a potent 5 - HT / @DRUG$ reuptake blocker ) 100 @DRUG$ / day ,	0
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, @DRUG$, fenbendazole, oxfendazole and @DRUG$), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, chlortetracycline, oxytetracycline and tetracycline), three antiprotozoal agents (diclazuril, imidocarb and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	angstrom compendious surveil of the Committee 's evaluations of toxicological and residue datum on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , @DRUG$ , fenbendazole , oxfendazole and @DRUG$ ) , seven antimicrobic agents ( gentamicin , procaine penicillin g , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal drug agents ( diclazuril , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production care ( recombinant bovine somatotropins ) and one tranquilizing agent ( azaperone ) .	A summary follows of ( Committee 's evaluations the toxicological and residue data on a variety of veterinary drugs : agents , five of eprinomectin , @DRUG$ , fenbendazole sarafloxacin oxfendazole and @DRUG$ ) , seven antimicrobial agents ( gentamicin anthelminthic procaine benzylpenicillin , , , spectinomycin , ) , oxytetracycline and tetracycline one , three antiprotozoal agents ( diclazuril , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovine somatotropins ) and chlortetracycline tranquilizing agent ( azaperone ) .	A summary of the Committee 's evaluations of and data on a variety of drugs : five anthelminthic ( eprinomectin , @DRUG$ , fenbendazole oxfendazole and @DRUG$ ) , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal ( diclazuril imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production ( recombinant bovine somatotropins ) and one tranquilizing ( azaperone ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents (eprinomectin, @DRUG$, fenbendazole, oxfendazole, and @DRUG$), seven antimicrobial agents (gentamic	0
0	Based on the findings from clinical trials and field data from free-ranging elk immobilizations, we recommend low-dose BAM (2 mL dose; equivalent to 46 mg butorphanol, 30 mg azaperone, and 18 mg medetomidine) and supplemental @DRUG$ for adult elk; immobilization should be antagonized using 3-5 mg atipamezole/mg medetomidine and 2 mg/kg @DRUG$, with tolazoline injected about 5-10 min before atipamezole to smooth out recovery.	Based on the findings from clinical trials and field information from free-ranging elk immobilisation , we recommend low-dose BAM ( 2 mL dose ; equivalent to 46 mg butorphanol ,  mg azaperone , and 18 mg medetomidine ) and supplemental @DRUG$ for pornographic elk ; immobilizing should be antagonized using 3 - 5 mg atipamezole / mg medetomidine and 2 mg / kilogram @DRUG$ , with tolazoline injected about 5 - ten fukien before atipamezole to smooth out recovery .	Based on for findings from clinical atipamezole and field data from free-ranging elk immobilizations , we recommend and BAM ( 2 mL mg ; mg to 46 dose butorphanol , 30 mg azaperone , and 18 mg medetomidine ) and supplemental @DRUG$ the injected elk ; immobilization should be antagonized using 3 - 5 mg trials tolazoline equivalent medetomidine low-dose 2 mg / kg @DRUG$ , with - adult about 5 / 10 min before atipamezole to smooth out recovery .	Based on findings from clinical trials field data from free-ranging elk , we recommend low-dose BAM ( 2 mL dose ; equivalent to mg butorphanol , 30 mg azaperone and 18 mg medetomidine ) supplemental @DRUG$ for adult ; immobilization should be antagonized using - 5 mg atipamezole / mg medetomidine 2 mg / kg @DRUG$ , with tolazoline injected about - 10 min before atipamezole smooth out recovery .	Low doses of BAM (2 mL) combined with supplemental @DRUG$ are recommended for adult elk immobilization. The immobilization should be antagonized using 3-5 mg atipamezole/mg medetomidine and 2 mg/kg @DRUG$, with tolaz	0
1	Like @DRUG$, the drug potentiated the ocular effects of L-@DRUG$ in the rabbit.	Like @DRUG$ , the do drugs potentiated the ocular effects of L-@DRUG$ in the rabbit .	Like @DRUG$ in the drug potentiated the ocular effects of L-@DRUG$ , the rabbit .	Like @DRUG$ , the drug potentiated the ocular effects of L-@DRUG$ in the rabbit .	The drug increased the effects of the other drug on the rabbit's eyes.	1
0	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron as iron dextran per ml, or 200 @DRUG$ @DRUG$ as gleptoferron per ml.	adenine total of 102 newborn piggy from ten litters were treated intramuscularly with 200 magnesium iron as iron dextran per ml , or 200 @DRUG$ @DRUG$ as gleptoferron per ml .	A total of 102 from piglets newborn with litters were treated intramuscularly ten 200 mg iron as iron dextran per ml , or 200 @DRUG$ @DRUG$ as gleptoferron ml per .	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron as iron dextran per ml , or 200 @DRUG$ @DRUG$ as gleptoferron per ml .	@DRUG$ and @DRUG$ are both medications that are given to newborn pigs in order to treat them with iron.	0
0	@DRUG$ also significantly enhanced the activity of paclitaxel/@DRUG$ combination therapy in the MV-522 tumor model.	@DRUG$ also significantly enhanced the activity of paclitaxel / @DRUG$ combination therapy in the mv - 522 tumor poser .	@DRUG$ also model enhanced the activity of paclitaxel / @DRUG$ combination therapy in the MV 522 - tumor significantly .	@DRUG$ also significantly enhanced the activity of paclitaxel / @DRUG$ combination therapy in the MV - 522 tumor model .	@DRUG$ makes @DRUG$ more effective.	0
1	DMH is an H(1) @DRUG$ receptor antagonist, but it interacts either directly or indirectly with other neurotransimitter systems, including those using acetylcholine, serotonin, @DRUG$, dopamine, opioids or adenosine.	DMH is an henry ( 1 ) @DRUG$ sense organ antagonist , but it interacts either directly or indirectly with other neurotransimitter systems , including those using acetylcholine , serotonin , @DRUG$ , dopastat , opioids or adenosine .	DMH is an , ( 1 ) @DRUG$ receptor antagonist , but it interacts either directly or indirectly with other opioids systems , serotonin those using acetylcholine H including , @DRUG$ , dopamine , neurotransimitter or adenosine .	DMH is an ( 1 ) @DRUG$ receptor antagonist , but it interacts either directly or indirectly with other neurotransimitter systems , including those using acetylcholine , serotonin , @DRUG$ , dopamine opioids or adenosine .	DMH is an H ( 1 ) @DRUG$ receptor antagonist , meaning that it blocks the effects of DRUGA. However, it also interacts with other neurotransmitter systems, including those that use acetylcholine, serotonin, dopamine, opioids, or adenosine.	1
0	Similar results were observed in patients undergoing flexible bronchoscopy; the sedation success rate was >3-fold greater among @DRUG$ 6.5 @DRUG$/kg (n = 150) than among fospropofol 2.0 mg/kg recipients (n = 102).	Similar results were observed in affected role undergo flexible bronchoscopy ; the sedation success rate was >3 - fold greater among @DRUG$ 6.5 @DRUG$ / kg ( n = 150 ) than among fospropofol 2.0 milligram / kg receiver ( n = 102 ) .	Similar results were observed in patients undergoing flexible bronchoscopy ; / kg success rate was >3 - fold greater among @DRUG$ 6.5 @DRUG$ the kg ( n = 150 ) than 102 2.0 fospropofol mg / sedation recipients ( n = among ) .	Similar results observed in patients undergoing bronchoscopy ; the sedation success rate was >3 - fold greater among @DRUG$ 6.5 @DRUG$ / kg ( n = 150 than among fospropofol mg / kg recipients n = 102 ) .	The sedation success rate was >3 - fold greater among @DRUG$ 6.5 @DRUG$ / kg ( n = 150 ) than among fospropofol 2.0 mg / kg recipients ( n = 102 ) .	0
0	OBJECTIVES: To assess the available literature regarding the efficacy of @DRUG$/@DRUG$ in gastroesophageal reflux patients.	OBJECTIVES : To assess the available literature regarding the efficacy of @DRUG$ / @DRUG$ in gastroesophageal reflux affected role .	OBJECTIVES : To assess the available / regarding the efficacy of @DRUG$ literature @DRUG$ in gastroesophageal reflux patients .	OBJECTIVES : To assess the available literature regarding the efficacy of @DRUG$ / @DRUG$ in gastroesophageal patients	The objective of this study was to assess the available literature on the efficacy of @DRUG$ and @DRUG$ in gastroesophageal reflux patients.	0
1	Plasma and urine concentrations of allopurinol, oxipurinol, @DRUG$, xanthine, and uric acid were measured by h. p.l.c. RESULTS: Total clearance of @DRUG$ was not different in elderly (15.7+/-3.8 ml min-1 kg-1, mean+/-s.e. mean) and young subjects (15.7+/-2.1), whereas total clearance of oxipurinol was significantly reduced in the aged (0.24+/-0.03) compared with young controls (0.37+/-0.05) as was the distribution volume of oxipurinol (0.60+/-0.09 and 0.84+/-0.07 l kg-1, respectively).	plasma and urine concentrations of allopurinol , oxipurinol , @DRUG$ , xanthine , and uric acid were measured by h. p.l.c. RESULTS : full clearance of @DRUG$ was not different in elderly ( 15.7+/-3.8 cubic centimeter min-1 kg - 1 , mean +/-s.e. mean ) and young subject area ( 15.7 + /-2.1 ) , whereas total clearance of oxipurinol was importantly trim down in the of age ( 0.24+/-0.03 ) compare with young insure ( 0.37+/-0.05 ) as was the distribution volume of oxipurinol ( 0.60+/-0.09 and 0.84+/-0.07 l kg - 1 , respectively ) .	Plasma and urine concentrations of allopurinol ) oxipurinol , @DRUG$ , different , 1 uric acid were measured + h. p.l.c. RESULTS : Total clearance of @DRUG$ was not xanthine in elderly ( ) ml min-1 kg - 1 , mean +/-s.e. mean kg and l subjects ( 15.7 by /-2.1 ) , whereas 0.24+/-0.03 clearance of oxipurinol was significantly reduced in young aged ( total ) compared with the controls ( 0.37+/-0.05 15.7+/-3.8 as was the distribution volume of oxipurinol ( 0.60+/-0.09 and 0.84+/-0.07 young , - and , respectively ) .	Plasma and urine concentrations of allopurinol , oxipurinol , @DRUG$ , xanthine , and uric acid were measured h. p.l.c. RESULTS : Total clearance of @DRUG$ was not different in elderly ( 15.7+/-3.8 ml min-1 kg - 1 , mean +/-s.e. mean ) and young subjects ( 15.7 + /-2.1 ) whereas total clearance of oxipurinol was significantly reduced in the ( 0.24+/-0.03 ) compared with controls ( 0.37+/-0.05 was the distribution of oxipurinol ( 0.60+/-0.09 and 0.84+/-0.07 l kg - 1 , respectively ) .	The total clearance of @DRUG$ was not different in elderly ( 15.7+/-3.8 ml min-1 kg - 1 , mean +/-s.e. mean ) and young subjects ( 15.7 + /-2.1 ) , whereas total clearance of oxipurin	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, @DRUG$/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, @DRUG$, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This come out focuses on the pursual survival of drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , faeces - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , inscribe ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , @DRUG$ / ethinylestradiol , drotrecogin alfa ( aerate ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem na , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , indiplon , iodin ( i131 ) tositumomab , irofulven , i - 1018 ; Lasofoxifene tartrate , brocadopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , @DRUG$ , peginterferon alfa - deuce b vitamin , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort press out , sunitinib malate ; cialis , tanaproget , Taxus , tiotropium cliche , treprostinil na ; bextra , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV - , , aprepitant , aripiprazole alfa atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 bromide bortezomib , bosentan ; Calcipotriol -K betamethasone dipropionate hydrochloride CEA-TRICOM , cetuximab , ; ; clofarabine , Cypher ciclesonide Dalbavancin vardenafil darbepoetin alfa , darifenacin hydrobromide , desloratadine ( alfa , drospirenone , @DRUG$ / ethinylestradiol , drotrecogin Dexamet ( activated ) , ; hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate Tadalafil Nemifitide duloxetine Fenretinide ; Gefitinib , , , ghrelin ; human ) , hMaxi / gestodene human papillomavirus vaccine ; Imatinib mesylate , indiplon ; iodine ( - ) tositumomab , irofulven , ISS i131 1018 ; , tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; eszopiclone ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , @DRUG$ , peginterferon , - 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase malate rimonabant , ; Satraplatin , St. John's Wort extract , sunitinib , ; , , tanaproget , Taxus , tiotropium Lasofoxifene , treprostinil sodium , Valdecoxib , , hydrochloride hydrate ; Ximelagatran NGFbeta Zileuton .	This issue focuses on the following selection of drugs AAV NGFbeta aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , , ciclesonide , , Cypher ; , darbepoetin alfa , darifenacin hydrobromide desloratadine , Dexamet , , @DRUG$ / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; , gestodene , ghrelin ( ) ; hMaxi -K papillomavirus vaccine ; Imatinib mesylate indiplon , iodine ( tositumomab , irofulven , ISS - 1018 ; tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , @DRUG$ , peginterferon alfa - 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is used in combination with @DRUG$.	0
1	Combination of LErafAON (i.v., 25 @DRUG$/kg/dose, x10/13) with gemcitabine (i.v., 75 mg/kg/dose, x4/6) also caused a significant tumor growth inhibition in the two pancreatic carcinoma models studied (Aspc-1: LErafAON+@DRUG$ versus gemcitabine, p<0.0001, n=7; Colo 357: LErafAON+gemcitabine versus gemcitabine, p<0.002, n =5).	Combination of LErafAON ( i.v. , 25 @DRUG$ / kg/ dose , x10/13 ) with gemcitabine ( i.v. , lxxv magnesium /kg / dose , x4/6 ) likewise caused a pregnant neoplasm growth inhibition in the  pancreatic carcinoma models canvass ( Aspc - 1 : LErafAON + @DRUG$ versus gemcitabine , p<0.0001 , n=7 ; Colo 357 : LErafAON + gemcitabine versus gemcitabine , p<0.002 , n =5 ) .	Combination of LErafAON ( i.v. , 25 @DRUG$ / kg/ + , x10/13 with ) gemcitabine ( dose , ) mg 1 / i.v. two ) x4/6 also caused a significant tumor growth inhibition in the , pancreatic carcinoma models studied ( Aspc - /kg : LErafAON + @DRUG$ versus gemcitabine , p<0.0001 , n=7 ; Colo 357 : LErafAON dose gemcitabine versus gemcitabine , p<0.002 , n =5 75 .	Combination of LErafAON ( i.v. , 25 @DRUG$ / kg/ dose , x10/13 ) with gemcitabine ( i.v. , 75 mg /kg / dose , x4/6 ) also caused a significant tumor growth inhibition in carcinoma models studied ( Aspc : LErafAON + @DRUG$ versus gemcitabine , p<0.0001 , ; 357 : LErafAON + versus gemcitabine , p<0.002 , =5 ) .	LErafAON ( i.v. , 25 @DRUG$ / kg/ dose , x10/13 ) with gemcitabine ( i.v. , 75 mg /kg / dose , x4/6 ) also caused a significant tumor growth inhibition in the two pancreatic carcin	1
0	Our results also suggest significant differences in @DRUG$ and sodium @DRUG$ induced functional differentiation.	Our results also suggest significant differences in @DRUG$ and sodium @DRUG$ induced functional specialization .	Our results also suggest sodium differences in @DRUG$ and significant @DRUG$ induced functional differentiation .	Our results also suggest differences in @DRUG$ and sodium @DRUG$ induced functional differentiation .	Our results suggest that @DRUG$ induces significant functional differentiation, while sodium @DRUG$ does not.	0
0	In vitro octreotide receptor binding of [111In-DOTA0,@DRUG$-Phe1, Tyr3]@DRUG$ (111In-DOTATOC) and the in vivo metabolism of 90Y- or 111In-labelled DOTATOC were investigated in rats in comparison with [111In-DTPA0]octreotide [111In-DTPAOC).	In vitro octreotide sense organ binding of [ 111In - DOTA0 , @DRUG$ - Phe1 , Tyr3 ] @DRUG$ ( 111In - DOTATOC ) and the in vivo metabolic process of 90Y - or 111In - label DOTATOC were investigated in tell on in comparability with [ 111In - DTPA0 ] octreotide [ 111In - DTPAOC ) .	In vitro DTPAOC receptor binding of [ 111In - DOTA0 , @DRUG$ 111In Phe1 , Tyr3 ] @DRUG$ ( - - DOTATOC ) in the 90Y vivo metabolism of and - or 111In - labelled DOTATOC were investigated in rats in comparison with [ 111In - DTPA0 ] octreotide [ 111In - octreotide ) .	In vitro octreotide receptor binding of [ 111In - DOTA0 , @DRUG$ - Phe1 Tyr3 ] @DRUG$ ( 111In - DOTATOC ) and the in vivo metabolism of 90Y - or 111In - labelled DOTATOC were investigated in rats comparison with [ 111In - DTPA0 ] octreotide [ 111In - ) .	The in vitro octreotide receptor binding of [ 111In - DOTA0 , @DRUG$ - Phe1 , Tyr3 ] @DRUG$ ( 111In - DOTATOC ) was investigated in rats in comparison with [ 111In - DTPA0 ] octreotide [ 111In	0
0	The ExHC rats fed on olive, @DRUG$ and coconut oil in combination with @DRUG$ respectively resulted in a 3.5-, 2.0- and 2.1-fold higher serum cholesterol concentration than that in the animals fed on the corresponding dietary fats without any supplementation of cholesterol (p < 0.01 by dietary cholesterol or type of fat).	The ExHC rats fed on olive , @DRUG$ and coconut oil in combination with @DRUG$ severally resulted in a 3.5 - , 2.0 - and 2.1 - fold high blood serum cholesterol concentration than that in the creature fed on the comparable dietary fats without any subjunction of cholesterol ( p < 0.01 by dietary cholesterol or type of fat ) .	The ExHC , fed on olive , @DRUG$ and - oil in combination with @DRUG$ - resulted in a 3.5 coconut rats 2.0 respectively and 2.1 - ( higher serum cholesterol concentration than that in p animals fed on corresponding the dietary fats without any supplementation of cholesterol fold the < 0.01 by dietary cholesterol or type of fat ) .	The ExHC rats fed on olive , @DRUG$ and coconut oil in combination with @DRUG$ respectively resulted in a 3.5 - , 2.0 - and 2.1 - higher serum cholesterol concentration than the animals fed on the corresponding dietary fats without any supplementation of cholesterol ( p < 0.01 by dietary cholesterol or type of fat ) .	The ExHC rats fed on olive oil, @DRUG$, and coconut oil in combination with @DRUG$ respectively resulted in a 3.5-fold higher serum cholesterol concentration than that in the animals fed on the corresponding dietary fats without any supplementation of cholesterol (p < 0.01 by dietary cholesterol	0
0	CONCLUSIONS: The results show that low doses of lactitol can beneficially affect the faecal flora without eliciting gross symptoms of intolerance and that @DRUG$ can be classified @DRUG$ a prebiotic.	CONCLUSIONS : The results render that scurvy doses of lactitol can beneficially affect the faecal flora without eliciting receipts symptoms of intolerance and that @DRUG$ can be classified @DRUG$ a prebiotic .	CONCLUSIONS : The doses show that low be of lactitol can beneficially affect the faecal flora without eliciting gross a of intolerance and that @DRUG$ can results classified @DRUG$ symptoms prebiotic .	CONCLUSIONS : The results show that low doses of lactitol can beneficially affect the without eliciting gross symptoms of intolerance and that @DRUG$ can classified @DRUG$ a prebiotic .	@DRUG$ can be classified as a prebiotic, which means that it beneficially affects the faecal flora without eliciting gross symptoms of intolerance.	1
0	@DRUG$ received US FDA Breakthrough Therapy designation for treatment of @DRUG$-sensitive BRCA-mutated advanced ovarian cancer patients who received greater than two lines of platinum-based therapy.	@DRUG$ received US FDA Breakthrough Therapy designation for treatment of @DRUG$ - sensitive BRCA - mutate advanced ovarian cancer patients who received greater than two parentage of pt - based therapy .	@DRUG$ received - FDA Breakthrough Therapy designation US treatment of @DRUG$ - sensitive BRCA for advanced mutated ovarian cancer patients who received greater than two lines of platinum - based therapy .	@DRUG$ received US FDA Breakthrough Therapy designation for treatment of @DRUG$ - sensitive BRCA - mutated advanced ovarian cancer patients who received greater than two lines of platinum based therapy .	@DRUG$ is a drug that has been designated as a breakthrough therapy by the US FDA for the treatment of @DRUG$ - sensitive BRCA - mutated advanced ovarian cancer patients who have received greater than two lines of platinum - based therapy .	0
0	After p.o. administration as the citrate salt, the absorption time (@DRUG$) of @DRUG$ was 2.38 +/- 0.25 h and although significant quantities of pyrantel were absorbed (mean bioavailability of 41%) the rapid clearance resulted in a MRT of only 4.92 +/- 0.36 h. By comparison, the significantly extended MAT of the less soluble pamoate salt resulted in reduced circulating concentrations and a significantly lower mean bioavailability of 16%.	After p.o. administration as the citrate strategic arms limitation talks , the absorption time ( @DRUG$ ) of @DRUG$ was 2.38 +/- 0.25 h and although significant quantities of pyrantel were absorbed ( mean bioavailability of 41 % ) the speedy headroom resulted in a MRT of only 4.92 +/- 0.36 h . by comparison , the significantly extended MAT of the less soluble pamoate strategic arms limitation talks resulted in reduced circle immersion and a significantly lower mean bioavailability of  % .	After as administration p.o. extended citrate of , the absorption time the @DRUG$ ) bioavailability @DRUG$ was 2.38 +/- 0.25 the and although significant quantities salt pyrantel were absorbed ( mean of of 41 % ) h rapid clearance resulted in a MRT of only 4.92 +/- 0.36 h . By comparison , the significantly ( MAT of the lower soluble pamoate salt resulted in reduced circulating concentrations and a significantly less mean bioavailability of 16 % .	p.o. administration the citrate salt , the absorption time ( @DRUG$ ) of @DRUG$ was +/- 0.25 h and although significant quantities of pyrantel were absorbed ( mean bioavailability of 41 % ) the rapid clearance a MRT of only 4.92 +/- h . comparison , the significantly extended MAT of the less soluble pamoate salt resulted in reduced circulating concentrations and significantly lower mean bioavailability of 16 % .	After p.o. administration as the citrate salt, the absorption time (@DRUG$) of @DRUG$ was 2.38 +/- 0.25 h and although significant quantities of pyrantel were absorbed (mean bioavailability of 41 %), the rapid clearance resulted in a MRT	0
0	@DRUG$ eliminated increases in proliferation of rat aortic smooth muscle cells (RASMCs) by 12-O-tetradecanoylphorbol 13-acetate, and enhanced the peroxisome proliferator-activated receptor-delta (PPARdelta) and inducible @DRUG$ synthetase (iNOS) expressions, which were associated with the antiproliferative action of beraprost according to inhibition experiments by [(3)H]thymidine incorporation.	@DRUG$ eliminated increases in proliferation of rat aortic smooth heftiness jail cell ( RASMCs ) by 12 - O-tetradecanoylphorbol xiii - acetate , and enhanced the peroxisome proliferator -activated receptor-delta ( PPARdelta ) and inducible @DRUG$ synthetase ( iNOS ) expressions , which were colligate with the antiproliferative legal action of beraprost according to inhibition experiments by [ ( 3 ) plancks constant ] thymidine incorporation .	@DRUG$ eliminated increases in of proliferation rat experiments smooth muscle cells ( RASMCs ) iNOS 12 - O-tetradecanoylphorbol 13 - acetate , and enhanced inducible peroxisome proliferator -activated ( ( PPARdelta ) and which @DRUG$ synthetase ( by ) expressions , the were associated with the antiproliferative action of beraprost according to inhibition aortic by [ receptor-delta 3 ) H ] thymidine incorporation .	@DRUG$ eliminated increases proliferation of rat aortic smooth muscle cells ( RASMCs ) by 12 - O-tetradecanoylphorbol - acetate , and enhanced the peroxisome -activated receptor-delta ( PPARdelta ) and inducible @DRUG$ synthetase ( iNOS ) expressions , which were associated with the antiproliferative action of beraprost according inhibition by [ ( 3 H ] thymidine incorporation .	@DRUG$ eliminated increases in proliferation of rat aortic smooth muscle cells ( RASMCs ) by 12 - O-tetradecanoylphorbol 13 - acetate , and enhanced the peroxisome proliferator -activated receptor-delta ( PPARdelta	1
0	Effects of @DRUG$ and @DRUG$ in the cold induced pain test, and the central nervous system of healthy volunteers.	burden of @DRUG$ and @DRUG$ in the cold induced pain in the neck test , and the central nervous system of healthy volunteers .	Effects of @DRUG$ and @DRUG$ in the cold induced pain volunteers central and the , nervous system of healthy test .	Effects of @DRUG$ and @DRUG$ in the cold induced pain test and the central nervous system of healthy volunteers .	The effects of @DRUG$ and @DRUG$ on the cold induced pain test, and the central nervous system of healthy volunteers.	0
0	Combination of LErafAON (i.v., 25 mg/kg/dose, x10/13) with gemcitabine (i.v., 75 mg/kg/dose, x4/6) also caused a significant tumor growth inhibition in the two pancreatic carcinoma models studied (Aspc-1: LErafAON+@DRUG$ versus gemcitabine, p<0.0001, n=7; Colo 357: LErafAON+gemcitabine versus gemcitabine, @DRUG$<0.002, n =5).	compounding of LErafAON ( i.v. , 25 mg/kg / superman , x10/13 ) with gemcitabine ( i.v. , 75 mg /kg / superman , x4/6 ) also caused a pregnant tumor growing inhibition in the  pancreatic carcinoma mannikin studied ( Aspc - ane : LErafAON + @DRUG$ versus gemcitabine , p<0.0001 , n=7 ; Colo 357 : LErafAON + gemcitabine versus gemcitabine , @DRUG$ < 0.002 , n =5 ) .	Combination mg , ( i.v. , 25 mg/kg / dose pancreatic x10/13 ) with gemcitabine Aspc i.v. , 75 of /kg / < , x4/6 ) also caused a significant tumor growth inhibition in the two LErafAON carcinoma models studied , : - 1 : LErafAON + @DRUG$ versus gemcitabine , p<0.0001 , n=7 ; Colo 357 ( LErafAON + gemcitabine versus gemcitabine ( @DRUG$ dose 0.002 , n =5 ) .	Combination of LErafAON ( i.v. , 25 mg/kg / dose , x10/13 ) with gemcitabine ( , 75 /kg / dose , x4/6 ) also caused a tumor growth inhibition in the two carcinoma models ( Aspc - 1 : LErafAON + @DRUG$ versus gemcitabine p<0.0001 , n=7 ; Colo 357 : LErafAON + gemcitabine versus gemcitabine , @DRUG$ < 0.002 , n =5 ) .	Combination of LErafAON ( i.v. , 25 mg/kg / dose , x10/13 ) with gemcitabine ( i.v. , 75 mg /kg / dose , x4/6 ) also caused a significant tumor growth inhibition in the two pancreatic	1
0	Nucleoside transport inhibitors, @DRUG$ and @DRUG$-nitrobenzylthioinosine, selectively potentiate the antitumor activity of NB1011.	Nucleoside channelise inhibitors , @DRUG$ and @DRUG$ - nitrobenzylthioinosine , selectively potentiate the antitumor activity of NB1011 .	Nucleoside transport inhibitors , @DRUG$ and @DRUG$ - nitrobenzylthioinosine , potentiate selectively the antitumor activity of NB1011 .	Nucleoside transport inhibitors , @DRUG$ and @DRUG$ - nitrobenzylthioinosine , selectively potentiate the antitumor activity of NB1011 .	@DRUG$ and @DRUG$ are nucleoside transport inhibitors that selectively potentiate the antitumor activity of NB1011.	0
0	In part 2, Japanese subjects received @DRUG$ 10 @DRUG$/kg IV.	In part 2 , Japanese subjects received @DRUG$ tenner @DRUG$ / kg IV .	In IV 2 , Japanese subjects received @DRUG$ 10 @DRUG$ / kg part .	In part 2 , Japanese received @DRUG$ 10 @DRUG$ / kg IV .	Subjects who received @DRUG$ also received @DRUG$.	0
0	Thus, @DRUG$ circulating L-carnitine concentration increases (as after high-dose intravenous or oral administration of @DRUG$), efficiency of reabsorption decreases and clearance increases, resulting in rapid decline of circulating L-carnitine concentration to baseline.	Thus , @DRUG$ circulating L-carnitine concentration increases ( as after luxuriously - dose intravenous or viva administration of @DRUG$ ) , efficiency of reabsorption decreases and clearance increases , result in rapid go down of circulating L-carnitine concentration to baseline .	Thus , @DRUG$ circulating L-carnitine concentration increases clearance as decline high - dose intravenous or to administration of @DRUG$ ) , efficiency of reabsorption decreases and ( increases , resulting in rapid L-carnitine of circulating after concentration oral baseline .	, @DRUG$ circulating L-carnitine concentration increases after high - dose intravenous or oral administration of @DRUG$ ) , efficiency of reabsorption decreases and clearance increases resulting in rapid decline of circulating L-carnitine concentration to baseline .	When @DRUG$ is taken, it causes an increase in the concentration of L-carnitine in the blood. This increase in concentration makes it more difficult for the body to reabsorb L-carnitine, and as a result, the amount of L-carnit	1
0	With heat, the mean C(max) was 0.63 @DRUG$/mL compared with a C(max) of 0.24 ng/mL without heat (@DRUG$ =.007).	With heat , the beggarly C( soap ) was 0.63 @DRUG$ / mL compared with a C(max ) of 0.24 nanogram / mL without heat ( @DRUG$ =.007 ) .	With heat C(max the mean C( max ) was 0.63 @DRUG$ / mL compared with ng , ) of / a 0.24 mL without heat ( @DRUG$ =.007 ) .	With heat , the mean C( ) was 0.63 @DRUG$ / mL compared with a C(max ) of 0.24 ng / mL without heat ( @DRUG$ =.007 .	With heat , the mean C( max ) was 0.63 @DRUG$ / mL compared with a C(max ) of 0.24 ng / mL without heat ( @DRUG$ =.007 ) ."This means that when heat is applied, the concentration of DRUGA in	0
1	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab, lanadelumab, roledumab, tralokinumab, risankizumab, SA237, emapalumab, suptavumab, erenumab, @DRUG$, fremanezumab, fasinumab, tanezumab, lampalizumab, brolucizumab).	Of these , quintuplet mAbs are for cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and xv mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , erenumab , @DRUG$ , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	roledumab these , 5 mAbs are , cancer ( durvalumab , 15 - 56022473 , ublituximab , anetumab tralokinumab , @DRUG$ ) and JNJ mAbs are for non-cancer indications ( caplacizumab , lanadelumab , emapalumab , ravtansine , risankizumab , SA237 , Of , suptavumab , erenumab for @DRUG$ , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these , 5 mAbs are for cancer ( durvalumab , JNJ 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and mAbs are for non-cancer indications ( caplacizumab lanadelumab , , tralokinumab , risankizumab , SA237 , , suptavumab , erenumab , @DRUG$ fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab )	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab	1
0	METHODS: In this randomized, unblinded trial, patients received either intravenous @DRUG$ (two doses of 6 mg per kilogram of body weight on day 1, then 4 @DRUG$ per kilogram twice daily for at least seven days) followed by 200 mg orally twice daily or intravenous amphotericin B deoxycholate (1 to 1.5 mg per kilogram per day).	METHODS : In this randomized , unblinded trial , patients standard either intravenous @DRUG$ ( deuce doses of 6 mg per kilogram of body weight on day 1 , then foursome @DRUG$ per kilogram twice daily for at to the lowest degree seven days ) watch over by two hundred mg orally twice daily or intravenous amphotericin B deoxycholate ( 1 to 1.5 mg per kilogram per day ) .	days : In this randomized , unblinded trial , patients per either intravenous @DRUG$ ( two doses of 6 mg body kilogram of received weight on day 1 , then 4 @DRUG$ per orally twice daily per at least seven METHODS ) followed by 200 mg kilogram twice daily or intravenous amphotericin B deoxycholate ( 1 to day mg per kilogram for 1.5 ) .	METHODS : In this randomized , unblinded trial , received either intravenous @DRUG$ ( doses of 6 mg per kilogram of body weight on 1 , then 4 @DRUG$ per twice daily for at least seven days followed by mg twice daily or intravenous amphotericin B deoxycholate ( 1 to 1.5 mg per kilogram per day ) .	Patients who received @DRUG$ followed by @DRUG$ had a significantly lower rate of treatment failure than patients who received amphotericin B deoxycholate.	0
0	Modeling results were then used to simulate and determine which @DRUG$ dosage regimens would maintain CRP suppression below the lower limit of quantification (4 mg/@DRUG$).	Modeling results were then used to simulate and determine which @DRUG$ dosage regimens would maintain CRP quelling below the modest limit of quantification ( quartet mg / @DRUG$ ) .	Modeling to were simulate used results then and determine which @DRUG$ dosage regimens would maintain CRP / below the lower limit of quantification ( 4 mg suppression @DRUG$ ) .	Modeling results were then used to simulate and determine which @DRUG$ dosage regimens would maintain CRP suppression below the limit of quantification ( 4 mg / @DRUG$ ) .	Modeling results were then used to simulate and determine which @DRUG$ dosage regimens would maintain CRP suppression below the lower limit of quantification ( 4 mg / @DRUG$ ) ."DRUGA dosage regimens would maintain CRP suppression below the lower limit of quantification if the	0
0	RxOM3FAs that contain both EPA and DHA include omega-3-acid ethyl esters (ethyl esters of EPA and @DRUG$; brand and generic products) and @DRUG$-carboxylic acids (free fatty acids primarily composed of EPA and DHA), while the RxOM3FA icosapent ethyl (the ethyl ester of EPA) contains EPA only.	RxOM3 fetal alcohol syndrome that contain both environmental protection agency and DHA admit omega - 3 - acid ethyl ester ( ethyl ester of environmental protection agency and @DRUG$ ; brand and generic wine products ) and @DRUG$ - carboxylic acids ( free fatty acids chiefly composed of environmental protection agency and DHA ) , while the RxOM3FA icosapent ethyl ( the ethyl ester of environmental protection agency ) contains environmental protection agency only .	RxOM3 FAs of primarily include EPA and DHA both omega - 3 - acid ethyl esters ( contains esters of EPA and @DRUG$ ; brand and generic products ) and @DRUG$ - composed acids ( and fatty acids contain carboxylic of EPA free DHA ) , while the RxOM3FA icosapent ethyl ( the ethyl ester that EPA ) ethyl EPA only .	RxOM3 FAs that contain both EPA and DHA include omega 3 - acid ethyl esters ( ethyl esters and @DRUG$ ; brand and generic ) and @DRUG$ - carboxylic acids ( free fatty acids primarily composed of EPA and ) , while the RxOM3FA ( ethyl ester of ) contains EPA only .	RxOM3 FAs that contain both EPA and DHA include omega - 3 - acid ethyl esters ( ethyl esters of EPA and @DRUG$ ; brand and generic products ) and @DRUG$ - carboxylic acids ( free fatty acids primarily composed of EPA and D	0
0	The transport is Na(+)-dependent, with a @DRUG$(@DRUG$) of 13 mm.	The transport is na ( + ) - dependent , with a @DRUG$ ( @DRUG$ ) of xiii mm .	The transport is Na , + ) dependent - ( with a @DRUG$ ( @DRUG$ ) of 13 mm .	The transport is Na ( + ) - , with a @DRUG$ ( @DRUG$ ) of 13 mm .	The transport of @DRUG$ is dependent on the presence of Na ( + ) ions, and the DRUGA ( @DRUG$ ) is 13 mm.	0
0	Prior to and at fixed intervals after the dose, blood samples were drawn and the concentrations of monomethylfumarate, the biologically active metabolite, @DRUG$ well as dimethylfumarate and @DRUG$ were measured using high-performance liquid chromatography.	prior to and at fixed intervals after the vd , blood samples were drawn and the assiduousness of monomethylfumarate , the biologically active metabolite , @DRUG$ easily as dimethylfumarate and @DRUG$ were measured using high - performance liquid chromatography .	Prior to monomethylfumarate at fixed intervals after were dose , blood samples were drawn and the concentrations of and , the biologically active metabolite , @DRUG$ well as dimethylfumarate and @DRUG$ the measured liquid high - performance using chromatography .	Prior to and at fixed intervals after the dose , blood were drawn and the concentrations monomethylfumarate metabolite @DRUG$ well as dimethylfumarate and @DRUG$ were measured using high - performance liquid chromatography .	Before and after each dose, blood samples were taken and the concentrations of monomethylfumarate, the biologically active metabolite, @DRUG$ as well as dimethylfumarate and @DRUG$ were measured using high-performance liquid chromatography.	0
1	@DRUG$ is a derivative of @DRUG$ in which two trideuteromethoxy groups substitute two methoxy groups.	@DRUG$ is a derivative of @DRUG$ in which two trideuteromethoxy groups fill in two methoxy groups .	@DRUG$ is a derivative two @DRUG$ in which of trideuteromethoxy groups substitute two methoxy groups .	@DRUG$ is a derivative of @DRUG$ in which two trideuteromethoxy groups substitute two methoxy groups .	@DRUG$ is a more complex form of @DRUG$, in which two trideuteromethoxy groups have been substituted for two methoxy groups .	0
0	Contraction of the tracheal chain by acetylcholine or histamine was antagonized by @DRUG$ (adrenaline), etafedrine and @DRUG$, the relative potencies being 91:1:0.3, respectively.	Contraction of the tracheal chain by acetylcholine or histamine was antagonized by @DRUG$ ( adrenaline ) , etafedrine and @DRUG$ , the comparative potency being 91:1:0.3 , respectively .	Contraction adrenaline the tracheal chain by acetylcholine or histamine respectively antagonized by @DRUG$ ( of ) , etafedrine and @DRUG$ , the relative potencies being 91:1:0.3 , was .	Contraction of the tracheal chain by acetylcholine or histamine was antagonized by @DRUG$ ( adrenaline ) , etafedrine and @DRUG$ the potencies being 91:1:0.3 , respectively .	The contraction of the tracheal chain by acetylcholine or histamine was antagonized by @DRUG$ ( adrenaline ) , etafedrine and @DRUG$ , the relative potencies being 91:1:0.3 , respectively .	0
0	Ketorolac tromethamine appears to be @DRUG$ effective as @DRUG$ or meperidine for short-term management of moderate to severe postoperative pain.	ketorolac tromethamine appears to be @DRUG$ effective as @DRUG$ or meperidine for short - term management of moderate to severe postoperative annoyance .	Ketorolac tromethamine appears to be @DRUG$ effective as @DRUG$ or meperidine for of - term management short moderate to postoperative severe pain .	Ketorolac tromethamine appears to be @DRUG$ effective as @DRUG$ or meperidine for short - term management of moderate to severe postoperative pain .	Ketorolac tromethamine is effective as meperidine for short-term management of moderate to severe postoperative pain.	1
0	METHODS: Fourteen adult male Wistar rats with @DRUG$-induced @DRUG$ were treated over 9 weeks with a selective, non-peptide, orally active V(2) receptor antagonist (SR 121463) and were compared to 14 untreated diabetic rats (control).	METHODS : fourteen pornographic male Wistar rats with @DRUG$ - induced @DRUG$ were treated over 9 weeks with a selective , non-peptide , orally active fin ( 2 ) receptor antagonist ( strontium 121463 ) and were compared to 14 untreated diabetic rats ( control ) .	METHODS ( over adult antagonist Wistar rats with @DRUG$ - induced @DRUG$ were treated Fourteen 9 weeks with a selective , non-peptide , orally active V ( 2 ) receptor male : SR 121463 ) were and compared to 14 untreated diabetic rats ( control ) .	METHODS Fourteen male Wistar rats with @DRUG$ - induced @DRUG$ were treated over 9 weeks with a selective , , orally active V ( 2 ) receptor antagonist ( SR 121463 ) and were compared to 14 untreated diabetic rats ( control ) .	The study found that the selective, non-peptide, orally active V (2) receptor antagonist (SR 121463) was able to improve the symptoms of @DRUG$-induced @DRUG$ in rats.	0
0	@DRUG$ has been shown to be efficacious in preventing lethal orthopoxviral disease in numerous animal models (G. Yang, @DRUG$. C. Pevear, M. H. Davies, M. S. Collett, T. Bailey, et al., J. Virol.	@DRUG$ has been shown to be efficacious in preventing deadly orthopoxviral disease in numerous fauna models ( G. yang , @DRUG$ . C. Pevear , M. H. Davies , M. S. Collett , T. bailey , et al. , J. Virol .	@DRUG$ has been shown be to efficacious in preventing lethal orthopoxviral animal in numerous disease models ( G. Yang , @DRUG$ . Bailey Pevear , M. H. Davies , M. S. Collett , T. C. , et al. , J. Virol .	@DRUG$ has shown to be efficacious in preventing lethal disease in numerous animal models ( G. Yang , @DRUG$ . C. Pevear , M. H. Davies M. S. Collett , T. Bailey , et , J. Virol .	@DRUG$ has been shown to be efficacious in preventing lethal orthopoxviral disease in numerous animal models. @DRUG$ is a component of DRUGA that is responsible for this effect.	0
0	OBJECTIVE: To provide an overview of the role of amylin, as well @DRUG$ that of pramlintide, a synthetic analog of amylin, in maintaining @DRUG$ homeostasis; and discuss the pharmacology, pharmacokinetics, efficacy, adverse effects, and role of pramlintide in the control of postprandial hyperglycemia.	objective lens : To provide an overview of the role of amylin , as considerably @DRUG$ that of pramlintide , a synthetic substance analog of amylin , in maintaining @DRUG$ homeostasis ; and discuss the pharmacology , pharmacokinetics , efficacy , adverse consequence , and role of pramlintide in the moderate of postprandial hyperglycemia .	OBJECTIVE : To provide an overview of the role of amylin control as well @DRUG$ that of pramlintide pharmacology a synthetic analog of pramlintide , in maintaining @DRUG$ homeostasis ; and discuss the and , pharmacokinetics the efficacy , adverse effects , , role of amylin in , , of postprandial hyperglycemia .	OBJECTIVE : To provide an overview of role amylin , as well @DRUG$ that of , a analog of amylin , in maintaining @DRUG$ homeostasis ; and discuss the pharmacology , pharmacokinetics , efficacy , adverse effects , and role of the control of hyperglycemia	Amylin is a hormone that helps to maintain blood sugar levels. Pramlintide is a synthetic version of amylin that is used to control blood sugar levels after meals.	1
0	To determine whether dextromethorphan produces these characteristic lesions, @DRUG$ was administered orally either @DRUG$ a single dose of 120mg/kg to female rats, or daily for 30 days at doses of 5-400 mg/(kg day) to male rats and 5-120mg/(kg day) to female rats.	To square up whether dextromethorphan produces these device characteristic lesions , @DRUG$ was administered by word of mouth either @DRUG$ a single pane of 120mg / kg to distaff rats , or daily for 30 days at doses of 5-400 mg / ( kg day ) to male rats and 5- 120mg / ( kg day ) to distaff rats .	To determine whether dextromethorphan produces these ) lesions 5- @DRUG$ was administered orally either @DRUG$ a single dose of female / kg to 120mg rats , or of for 30 days at doses daily 5-400 mg / , kg day ) to male rats and ( 120mg / ( kg day characteristic to female rats .	To determine whether dextromethorphan produces these characteristic lesions , @DRUG$ was administered orally either @DRUG$ a single dose of 120mg / kg to , or daily for 30 days at doses of 5-400 mg / ( day ) to male rats and 5- 120mg / ( day ) to female rats .	Dextromethorphan produces characteristic lesions when it is administered orally. The dose that is necessary to produce these lesions varies depending on the sex of the rat and the length of time the drug is administered.	1
0	Only @DRUG$ (MPPP) and 1-[2-phenylethyl]-4-phenyl-4-acetoxypiperidine (PEPAP) interacted significantly (@DRUG$ 1.6 microM and 0.3 microM, respectively).	Only @DRUG$ ( MPPP ) and 1-[ 2-phenylethyl] -4-phenyl-4-acetoxypiperidine ( PEPAP ) interacted importantly ( @DRUG$ 1.6 microM and 0.3 microM , severally ) .	Only @DRUG$ ( and ) MPPP 1-[ 2-phenylethyl] -4-phenyl-4-acetoxypiperidine 0.3 PEPAP ) interacted significantly ( @DRUG$ 1.6 microM and ( microM , respectively ) .	Only @DRUG$ ( MPPP ) and 1-[ 2-phenylethyl] -4-phenyl-4-acetoxypiperidine ( PEPAP ) interacted significantly ( @DRUG$ 1.6 microM and 0.3 microM , respectively ) .	Only @DRUG$ ( MPPP ) and 1-[ 2-phenylethyl] -4-phenyl-4-acetoxypiperidine ( PEPAP ) interacted significantly ( @DRUG$ 1.6 microM and 0.3 microM , respectively ) ."This	0
0	The model solvents for saturated and unsaturated lipids were cyclohexane and cyclohexene, whereas methanol and 2-propanol were used @DRUG$ models for primary and secondary @DRUG$ moieties of lipids.	The model dissolver for saturated and unsaturated lipide were cyclohexane and cyclohexene , whereas methanol and 2 - propyl alcohol were used @DRUG$ models for primary and secondary @DRUG$ moieties of lipide .	The model solvents for , and unsaturated lipids were cyclohexene and cyclohexane saturated whereas methanol and 2 - secondary were used @DRUG$ models for primary and propanol @DRUG$ moieties of lipids .	The model solvents for and unsaturated lipids were cyclohexane and cyclohexene , whereas and 2 - propanol were used @DRUG$ models for primary secondary @DRUG$ moieties of lipids .	The model solvents for saturated and unsaturated lipids were cyclohexane and cyclohexene , whereas methanol and 2 - propanol were used @DRUG$ models for primary and secondary @DRUG$ moieties of lipids ."In other words, the model sol	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, @DRUG$, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, @DRUG$, tolfenamic acid, and tolmetin in urine samples.	This method acting allowed the detection of therapeutic concentrations of acemetacin , panadol ( paracetamol ) , acetylsalicylic bitter , diclofenac , @DRUG$ , lodine , fenbufen , nalfon , flufenamic bitter , flurbiprofen , ibuprofen , indometacin , kebuzone , orudis kt , lonazolac , meclofenamic bitter , mefenamic bitter , mofebutazone , naproxen , niflumic bitter , phenylbutazone , suxibuzone , @DRUG$ , tolfenamic bitter , and tolmetin in weewee samples .	This method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen , paracetamol acetylsalicylic , naproxen , , diclofenac ( @DRUG$ acid etodolac , fenbufen , fenoprofen , flufenamic mofebutazone , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic , , acid , ) acid niflumic acid , phenylbutazone , suxibuzone , @DRUG$ , tolfenamic acid , and tolmetin in urine samples .	This method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol acetylsalicylic acid , diclofenac @DRUG$ , etodolac fenbufen , fenoprofen , flufenamic acid , , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , , niflumic acid , phenylbutazone , suxibuzone , @DRUG$ , tolfenamic acid , tolmetin in urine .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, @DRUG$, etodolac, fenbufen, fenoprofen, flufen	1
0	Furthermore, recommended atazanavir regimens were no less effective than, and generally as well tolerated as, other HAART regimens in these patients, including regimens containing @DRUG$-formulated lopinavir/@DRUG$.	Furthermore , urge atazanavir regimen were no less effective than , and generally as well tolerated as , other HAART regimen in these affected role , including regimen containing @DRUG$ - formulated lopinavir / @DRUG$ .	including , recommended atazanavir regimens were and less effective than well no generally as , tolerated as , other HAART regimens in these patients , Furthermore regimens containing @DRUG$ - formulated lopinavir / @DRUG$ .	Furthermore , recommended atazanavir were no less effective than and generally as well tolerated as , other regimens in these patients , including regimens containing @DRUG$ - formulated lopinavir / @DRUG$ .	Atazanavir regimens were just as effective as, and just as well tolerated as, other HAART regimens in these patients, including regimens containing lopinavir/ritonavir.	1
0	Hypnotics such @DRUG$ temazepam, @DRUG$, or zaleplon can mitigate the fatigue associated with insufficient or disturbed sleep.	hypnotic such @DRUG$ temazepam , @DRUG$ , or zaleplon can mitigate the fatigue associated with insufficient or crazy sleep .	insufficient such @DRUG$ temazepam , @DRUG$ , Hypnotics zaleplon can mitigate the fatigue associated with or or disturbed sleep .	Hypnotics such @DRUG$ temazepam , @DRUG$ or zaleplon can fatigue associated insufficient or disturbed sleep .	Hypnotics such as @DRUG$ can mitigate the fatigue associated with insufficient or disturbed sleep.	1
0	Alpha-DHA-G was formed in incubations of DHA with expressed UGT1A9 (@DRUG$(m) 32 microM, V(max) 8.9 pmol min(-1) mg(-1)) or UGT2B7 (K(@DRUG$) 438 microM, V(max) 10.9 pmol mg(-1) min(-1)) but not with UGT1A1 or UGT1A6.	Alpha-DHA -G was constitute in incubation of DHA with verbalized UGT1A9 ( @DRUG$ ( metre ) 32 microM , V ( max ) 8.9 pmol min ( - ane ) milligram ( - ane ) ) or UGT2B7 ( K( @DRUG$ ) 438 microM , V ( max ) 10.9 pmol milligram ( - ane ) min ( - ane ) ) but not with UGT1A1 or UGT1A6 .	max -G ) formed in incubations V DHA with expressed UGT1A9 ( @DRUG$ ( m ) 32 microM , V or max ) 8.9 UGT1A6 min ( - 1 was ) ( - 1 mg ) ( UGT2B7 ( K( @DRUG$ ) 438 microM , of ( Alpha-DHA ) 10.9 pmol mg ( - 1 ) min ( - 1 ) ) but not with UGT1A1 or pmol .	Alpha-DHA -G was in incubations of DHA with expressed UGT1A9 ( @DRUG$ ( m ) microM , V ( max ) 8.9 pmol min ( 1 ) mg ( - 1 ) ) or UGT2B7 ( K( @DRUG$ ) 438 microM , V ( ) 10.9 pmol mg ( - 1 ) min ( - ) with UGT1A1 or UGT1A6 .	Alpha-DHA -G was formed in incubations of DHA with expressed UGT1A9 ( @DRUG$ ( m ) 32 microM , V ( max ) 8.9 pmol min ( - 1 ) mg ( - 1 ) ) or UGT2B7 ( K	1
0	Neither @DRUG$ nor its major metabolite (4-butoxyphenyl @DRUG$) could be detected in concentrations above 0.2 micrograms/ml and 0.5 micrograms/ml, respectively.	Neither @DRUG$ nor its major metabolite ( quaternion - butoxyphenyl @DRUG$ ) could be detected in concentrations above 0.2 micrograms / mil and 0.5 micrograms / mil , severally .	Neither @DRUG$ be its and metabolite ( 4 - butoxyphenyl @DRUG$ ) could nor detected in concentrations major 0.2 micrograms / ml above 0.5 micrograms / ml , respectively .	Neither @DRUG$ nor its major metabolite ( 4 - butoxyphenyl @DRUG$ ) could be detected in concentrations above 0.2 / ml and 0.5 micrograms / ml , respectively .	Neither @DRUG$ nor its major metabolite ( 4 - butoxyphenyl @DRUG$ ) could be detected in concentrations above 0.2 micrograms / ml and 0.5 micrograms / ml , respectively .	0
0	59Fe absorption from the novel iron compound, ferric maltol, was studied in rats pretreated twice daily for two weeks with non-radioactive @DRUG$ in oral doses containing 7 mg elemental @DRUG$.	59Fe absorption from the fresh atomic number  compound , ferrous maltol , was studied in rats pretreated twice daily for two weeks with non-radioactive @DRUG$ in oral doses containing 7 mg elemental @DRUG$ .	twice pretreated from the novel iron compound , ferric maltol , was studied in rats absorption 59Fe daily oral two weeks with non-radioactive @DRUG$ in for doses containing 7 mg elemental @DRUG$ .	59Fe absorption from the novel iron compound , maltol , studied in rats pretreated twice daily for two weeks with non-radioactive @DRUG$ in oral doses containing 7 mg elemental @DRUG$ .	The absorption of 59Fe from the novel iron compound, ferric maltol, was studied in rats pretreated twice daily for two weeks with non-radioactive @DRUG$ in oral doses containing 7 mg elemental @DRUG$.	0
0	TAS-102 is an oral combination therapy consisting of @DRUG$ (FTD), a thymidine-based nucleoside analog, plus @DRUG$ hydrochloride (TPI), a novel thymidine phosphorylase inhibitor that improves the bioavailability of FTD.	TAS - 102 is an unwritten combining therapy consisting of @DRUG$ ( FTD ) , a deoxythymidine - ground nucleoside analog , plus @DRUG$ hydrochloride ( TPI ) , a novel deoxythymidine phosphorylase inhibitor that improves the bioavailability of FTD .	TAS - a is an oral combination therapy ) of @DRUG$ - FTD consisting , 102 thymidine ( based nucleoside analog , plus @DRUG$ hydrochloride ( TPI ) , a novel thymidine phosphorylase inhibitor that improves the bioavailability FTD of .	- 102 is an oral combination therapy consisting of @DRUG$ ( FTD ) , a thymidine - based nucleoside analog , plus @DRUG$ hydrochloride ( TPI ) , a novel thymidine phosphorylase inhibitor that improves the bioavailability of	@DRUG$ is a combination of FTD (a thymidine-based nucleoside analog) and TPI (a novel thymidine phosphorylase inhibitor that improves the bioavailability of FTD).	1
0	INTRODUCTION: The current treatment for hepatitis C virus (HCV) genotype 1 chronic infection is the addition of direct-acting antivirals (DAAs) with a protease inhibitor (telaprevir or @DRUG$) to the pegylated interferon (PEG-IFN) and @DRUG$ (RBV) regimen.	INTRODUCTION : The current discussion for hepatitis C virus ( HCV ) genetic constitution 1 chronic infection is the summation of direct-acting antiviral drug ( DAAs ) with a protease inhibitor ( telaprevir or @DRUG$ ) to the pegylated interferon ( nail - IFN ) and @DRUG$ ( RBV ) regimen .	INTRODUCTION : The current treatment for hepatitis C virus ( the ) RBV 1 chronic infection is HCV addition of direct-acting antivirals ( DAAs ) with ) IFN inhibitor ( telaprevir or @DRUG$ ) to the protease interferon ( PEG - pegylated a and @DRUG$ ( genotype ) regimen .	INTRODUCTION : The current treatment hepatitis C virus ( HCV ) genotype 1 chronic infection is the addition of direct-acting antivirals ( DAAs with a protease inhibitor ( telaprevir or @DRUG$ ) to the pegylated interferon ( PEG - IFN and @DRUG$ ( RBV ) regimen .	The current treatment for hepatitis C virus ( HCV ) genotype 1 chronic infection is the addition of direct-acting antivirals ( DAAs ) with a protease inhibitor ( telaprevir or @DRUG$ ) to the pegylated interferon ( PEG - IFN )	1
0	The interaction of protein S with factor Xa is influenced by cleavage of the thrombin-sensitive loop, whereas C4BP blocks the interaction of @DRUG$ with factor @DRUG$.	The interaction of protein sulphur with factor Xa is influenced by segmentation of the thrombin-sensitive loop , whereas C4BP blocks the interaction of @DRUG$ with factor @DRUG$ .	The interaction of protein S with factor Xa is loop by cleavage of the thrombin-sensitive influenced , of C4BP blocks the interaction whereas @DRUG$ with factor @DRUG$ .	The interaction of protein S with factor is influenced by cleavage of the thrombin-sensitive loop , whereas C4BP blocks the interaction of @DRUG$ with factor @DRUG$ .	The interaction of protein S with factor Xa is influenced by cleavage of the thrombin-sensitive loop , whereas C4BP blocks the interaction of @DRUG$ with factor @DRUG$ ."Protein S binds to factor Xa, which is then cleaved by thrombin	0
0	There is also some concern for drug interactions with hepatically cleared medications, such @DRUG$ @DRUG$.	There is also some concern for drug fundamental interaction with hepatically cleared medications , such @DRUG$ @DRUG$ .	There is also , concern for drug interactions with hepatically cleared medications some such @DRUG$ @DRUG$ .	There is also some concern for drug with hepatically cleared medications , such @DRUG$ @DRUG$ .	There is some concern that drugs which are cleared by the liver, such as @DRUG$, may interact with @DRUG$.	0
0	DATA SOURCES: A MEDLINE search was conducted for English-language human studies published between January 1980 and April 2012 using the terms l-LV, @DRUG$, d,l-LV, @DRUG$, folinic acid, folinate, 5-formyltetrahydrofolate, folic acid, folates, methotrexate, 5-fluorouracil, and clinical trials.	DATA SOURCES : angstrom unit MEDLINE search was transmit for English - language human studies published between January 1980 and April 2012 using the terms l-LV , @DRUG$ , d,l- fifty five , @DRUG$ , folinic acid , folinate , 5 - formyltetrahydrofolate , folic acid , folacin , amethopterin , 5 - fluorouracil , and clinical trials .	DATA , : A MEDLINE search was conducted , English - language human studies published between , 1980 and fluorouracil 2012 using SOURCES terms l-LV for @DRUG$ , d,l- LV , @DRUG$ , folinic acid , folinate January 5 - formyltetrahydrofolate , folic acid , folates , methotrexate , 5 - April the and clinical trials .	DATA SOURCES : A MEDLINE search was conducted for English - language human studies published January 1980 and April 2012 using the terms l-LV @DRUG$ , d,l- LV @DRUG$ , acid folinate , 5 - formyltetrahydrofolate folic acid folates , methotrexate , 5 - fluorouracil , and clinical trials .	The relationship between @DRUG$ and @DRUG$ can be described as a correlation between the two variables.	0
0	In contrast, vacuolation has not yet been demonstrated with agents acting at the glycine (L-687,414) or polyamine (@DRUG$) modulatory sites of the @DRUG$ receptor complex suggesting that agents acting at these sites may have a greater potential therapeutic window.	In counterpoint , vacuolation has not in time been demonstrated with broker acting at the glycine ( L-687,414 ) or polyamine ( @DRUG$ ) modulatory sites of the @DRUG$ receptor complex suggesting that broker acting at these sites may have a greater potential therapeutic windowpane .	In contrast , has have not yet been demonstrated these agents acting at the glycine ( L-687,414 ) or potential ( @DRUG$ ) modulatory sites of the @DRUG$ receptor complex suggesting that agents acting at with sites may vacuolation a greater polyamine therapeutic window .	contrast , vacuolation not yet been demonstrated with agents acting at the glycine ( L-687,414 ) or polyamine ( @DRUG$ ) modulatory sites of the @DRUG$ complex suggesting that agents acting at these sites may have greater potential therapeutic window .	agents acting at these sites [@DRUG$ and @DRUG$] may have a greater potential therapeutic window," meaning that they may be more effective at treating diseases than other drugs.	0
0	Abaloparatide or teriparatide showed similar increases in BMD at lumbar spine, while the patients of the @DRUG$ group showed significantly greater increases in BMD at both total @DRUG$ (4.18 vs 3.26%) and femoral neck (3.60 vs 2.66%).	Abaloparatide or teriparatide showed interchangeable addition in BMD at lumbar rachis , while the patients of the @DRUG$ group showed significantly greater addition in BMD at both total @DRUG$ ( 4.18 v 3.26 % ) and femoral neck ( 3.60 v 2.66 % ) .	Abaloparatide greater teriparatide showed 4.18 the in ) at lumbar spine , while increases patients of the @DRUG$ group showed significantly or increases in BMD at both total @DRUG$ ( similar vs 3.26 % ) and femoral neck ( 3.60 vs 2.66 % BMD .	Abaloparatide or teriparatide showed similar increases in BMD at lumbar spine , while the patients of the @DRUG$ group showed significantly greater in at both total @DRUG$ ( 4.18 vs 3.26 % ) and femoral neck ( 3.60 vs 2.66 % ) .	Abaloparatide or teriparatide showed similar increases in BMD at lumbar spine, while the patients of the @DRUG$ group showed significantly greater increases in BMD at both total @DRUG$ (4.18 vs 3.26%) and femoral neck (3.	0
0	The LOD was approximately 1 @DRUG$ mL(-1), which is suitable for detecting imidacloprid in @DRUG$ according to the guidelines established in North America and Europe.	The LOD was approximately  @DRUG$ mL ( -  ) , which is suitable for detecting imidacloprid in @DRUG$ according to the guidelines show in North us and Europe .	The LOD was the 1 @DRUG$ mL ( - 1 ) , which is suitable in detecting imidacloprid in @DRUG$ according to approximately for established guidelines North America and Europe .	The LOD was approximately 1 @DRUG$ mL ( - 1 ) , which suitable for detecting imidacloprid @DRUG$ according to the guidelines established in America and Europe .	The LOD was approximately 1 @DRUG$ mL (-1), which is suitable for detecting imidacloprid in @DRUG$ according to the guidelines established in North America and Europe."This means that for every 1 mL of DRUGA, there is approximately 1 mL of DRU	0
0	A 10-day treatment regime with a subcutaneous ear implant containing 3 mg of norgestomet, accompanied by an intramuscular injection of 1.5 @DRUG$ @DRUG$ and 0.5 mg estradiol valerate (EV) on day 1 and 750 I. U. pregnant mares serum gonadotropin (PMSG) given intravenously on day 10, proved effective in eliciting estrus in 72% of 110 anestrous ewes within 5 days of treatment.	A 10 - day treatment regime with a subcutaneous ear implant containing 3 milligram of norgestomet , accompanied by an intramuscular injection of 1.5 @DRUG$ @DRUG$ and 0.5 milligram oestradiol valerate ( EV ) on day 1 and 750 ace . U. pregnant mares serum gonadotropin ( PMSG ) given intravenously on day 10 , shew effective in eliciting estrus in 72 % of 110 anestric ewes within fivesome mean solar day of treatment .	A 10 - day treatment norgestomet with a subcutaneous ear 72 containing 3 mg of 10 , accompanied by an intramuscular injection of 1.5 @DRUG$ @DRUG$ and 0.5 mg estradiol valerate ( EV ) on day 1 and 750 I . U. pregnant mares serum , ( PMSG ) given intravenously on day regime gonadotropin proved effective treatment eliciting 110 in implant % of estrus anestrous days within 5 ewes of in .	A 10 - day treatment regime with a subcutaneous ear implant containing mg of norgestomet , accompanied by an intramuscular injection of 1.5 @DRUG$ @DRUG$ and 0.5 mg valerate ( EV on day 1 and 750 I . U. pregnant mares serum gonadotropin ( PMSG ) given intravenously on day 10 , effective in eliciting estrus in 72 % of anestrous ewes within 5 days of treatment .	A 10 - day treatment regime with a subcutaneous ear implant containing 3 mg of norgestomet , accompanied by an intramuscular injection of 1.5 @DRUG$ @DRUG$ and 0.5 mg estradiol valerate ( EV ) on day 1 and 750 I .	0
0	OBJECTIVE: To review the clinical microbiology and therapeutic use of dirithromycin, emphasizing comparative data between @DRUG$ and the standard macrolide erythromycin, as well @DRUG$ clarithromycin and azithromycin.	OBJECTIVE : To review the clinical microbiology and therapeutic utilization of dirithromycin , emphasizing comparative data point between @DRUG$ and the stock macrolide erythromycin , as well @DRUG$ clarithromycin and azithromycin .	OBJECTIVE of To review dirithromycin clinical microbiology between therapeutic use : the , emphasizing comparative data and @DRUG$ and the standard macrolide erythromycin , as well @DRUG$ clarithromycin and azithromycin .	OBJECTIVE : To clinical microbiology and therapeutic use of dirithromycin , emphasizing comparative data between @DRUG$ and the macrolide erythromycin , as well @DRUG$ clarithromycin and azithromycin .	Dirithromycin is a clinical microbiology and therapeutic use of erythromycin, emphasizing comparative data between @DRUG$ and the standard macrolide clarithromycin and azithromycin.	1
0	Quinupramine decreased the duration of immobility in low doses without affecting locomotor activity, and this effect was almost the same @DRUG$ that of @DRUG$ and amitriptyline and more potent than that of maprotiline.	Quinupramine minify the continuance of immobility in low doses without affect locomotor activity , and this effect was almost the same @DRUG$ that of @DRUG$ and amitriptyline and more potent than that of maprotiline .	Quinupramine decreased the duration of immobility in low doses without affecting locomotor activity , of that effect was almost the same @DRUG$ that and @DRUG$ and amitriptyline and more potent than this of maprotiline .	Quinupramine decreased the duration of immobility in doses without affecting locomotor activity , and this effect was almost the same @DRUG$ that of @DRUG$ and amitriptyline and more potent than that of maprotiline .	Quinupramine decreased the duration of immobility in low doses without affecting locomotor activity , and this effect was almost the same as that of amitriptyline and more potent than that of maprotiline .	1
0	Another phase I study of @DRUG$ 200-1,000 @DRUG$/day in combination with docetaxel 35 mg/m2/week for 4-6 weeks performed in 15 patients with advanced refractory metastatic breast cancer showed no serious drug-related adverse effects.	Another phase I study of @DRUG$ 200-1,000 @DRUG$ / twenty four hours in combination with docetaxel 35 mg / m2 / week for 4 - 6 weeks do in 15 patients with shape up refractory metastatic breast genus cancer showed no serious drug-related adverse effects .	Another phase I study of @DRUG$ 200-1,000 @DRUG$ breast day in combination with docetaxel 35 mg / m2 / week for 4 - 6 weeks performed 15 in effects with adverse refractory metastatic / cancer showed no serious drug-related advanced patients .	Another phase I study of @DRUG$ 200-1,000 @DRUG$ / day in combination with docetaxel 35 mg / m2 week 4 - 6 performed in 15 patients with advanced refractory metastatic breast cancer showed serious drug-related adverse effects .	@DRUG$ is safe to use in combination with @DRUG$.	0
0	In prostate or pancreatic tumor-bearing mice, combination of LErafAON (i.v., 25 @DRUG$/kg/dose, x10/13) with docetaxel (Taxotere) (i.v., 5, 7.5 or 10 mg/kg/dose, x2/4) led to tumor regression or enhanced growth inhibition as compared with single agents (@DRUG$-3: LErafAON+Taxotere versus Taxotere, p<0.02, n=7; Aspc-1: LErafAON+Taxotere versus Taxotere, p<0.03, n=5; Colo 357: LErafAON+Taxotere versus Taxotere, p<0.04, n=7).	inwards prostatic or pancreatic tumor-bearing mice , combination of LErafAON ( i.v. , 25 @DRUG$ / kg/ venuss curse , x10/13 ) with docetaxel ( Taxotere ) ( i.v. , fin , 7.5 or 10 magnesium / kilo / venuss curse , x2/4 ) led to tumour regression or enhanced development forbiddance as compared with single agents ( @DRUG$ -3 : LErafAON + Taxotere versus Taxotere , p<0.02 , n=7 ; Aspc -1 : LErafAON + Taxotere versus Taxotere , p<0.03 , n=5 ; Colo 357 : LErafAON + Taxotere versus Taxotere , p<0.04 , n=7 ) .	In prostate ) pancreatic LErafAON mice , combination of LErafAON n=7 i.v. , versus @DRUG$ / kg/ dose , x10/13 ) with docetaxel ( Taxotere ) ( i.v. , ; growth 7.5 or 10 mg ( kg / dose , x2/4 ) led single tumor regression or enhanced , inhibition as compared with to agents / @DRUG$ -3 : LErafAON + Taxotere versus Taxotere , p<0.02 , n=7 ; Aspc -1 : LErafAON + Taxotere 25 Taxotere , p<0.03 , n=5 5 Colo 357 , tumor-bearing + Taxotere versus Taxotere : p<0.04 , ( or .	In prostate or pancreatic tumor-bearing mice , combination LErafAON ( i.v. , 25 @DRUG$ kg/ dose , x10/13 ) docetaxel ( Taxotere ) ( i.v. 5 , 7.5 or 10 mg / kg / dose , x2/4 ) led to tumor regression or enhanced growth inhibition as compared with single agents ( @DRUG$ : LErafAON + Taxotere versus Taxotere , p<0.02 , ; Aspc : LErafAON + Taxotere versus Taxotere , p<0.03 , n=5 Colo 357 : LErafAON + Taxotere Taxotere , p<0.04 , n=7 ) .	In prostate or pancreatic tumor-bearing mice, combination of LErafAON (i.v., 25 @DRUG$/kg/dose, x10/13) with docetaxel (Taxotere) (i.v., 5, 7.5 or 10 mg/kg	1
0	However, this is occurring increasingly for the new AEDs (brivaracetam, @DRUG$ acetate, felbamate, gabapentin, lacosamide, lamotrigine, levetiracetam, oxcarbazepine, perampanel, @DRUG$, pregabalin, rufinamide, stiripentol, sulthiame, tiagabine, topiramate, vigabatrin, and zonisamide).	even so , this is occur more and more for the novel AEDs ( brivaracetam , @DRUG$ acetate , felbamate , neurontin , lacosamide , lamotrigine , levetiracetam , oxcarbazepine , perampanel , @DRUG$ , pregabalin , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , vigabatrin , and zonisamide ) .	, , this is occurring increasingly for the new AEDs ( brivaracetam , @DRUG$ acetate , topiramate , gabapentin , lacosamide , However , levetiracetam , oxcarbazepine , ) , @DRUG$ , pregabalin , rufinamide , stiripentol lamotrigine sulthiame , tiagabine , felbamate perampanel vigabatrin , and zonisamide , .	However , this is occurring increasingly for the new AEDs brivaracetam , @DRUG$ acetate , felbamate , gabapentin , lacosamide , lamotrigine , levetiracetam , oxcarbazepine , perampanel , @DRUG$ , pregabalin , , stiripentol , sulthiame , tiagabine , topiramate , vigabatrin , zonisamide ) .	However, this is occurring increasingly for the new AEDs (brivaracetam, @DRUG$ acetate, felbamate, gabapentin, lacosamide, lamotrigine, levetiracetam, oxcarbazepine, perampanel,	1
0	Isavuconazonium @DRUG$ (Cresemba; Astellas Pharma Inc.), a water-soluble prodrug of the triazole antifungal agent @DRUG$, is available for the treatment of invasive aspergillosis (IA) and invasive mucormycosis.	Isavuconazonium @DRUG$ ( Cresemba ; Astellas Pharma Inc. ) , a piss - soluble prodrug of the triazole antifungal agent @DRUG$ , is available for the treatment of incursive aspergillosis ( ia ) and incursive mucormycosis .	Isavuconazonium @DRUG$ ( Cresemba ; Astellas Pharma Inc. ) , is water - treatment prodrug of the triazole antifungal agent @DRUG$ , a available for the soluble mucormycosis invasive aspergillosis ( IA ) and invasive of .	Isavuconazonium @DRUG$ ( Cresemba ; Astellas Pharma Inc. ) , a water - prodrug of the triazole antifungal agent @DRUG$ , is available for the treatment of aspergillosis ( IA and mucormycosis	@DRUG$ is a water-soluble prodrug of the triazole antifungal agent @DRUG$. DRUGA is available for the treatment of invasive aspergillosis (IA) and invasive mucormycosis.	0
0	@DRUG$ is a @DRUG$-insoluble Fe compound used to fortify infant cereals and chocolate-drink powders as it causes no organoleptic changes to the food vehicle.	@DRUG$ is a @DRUG$ - insoluble atomic number  compound used to fortify baby cereals and chocolate - drink powders as it causes no organoleptic changes to the food vehicle .	@DRUG$ is a @DRUG$ - insoluble Fe it - to fortify infant cereals and chocolate used drink powders as compound causes no organoleptic changes to the food vehicle .	@DRUG$ is a @DRUG$ insoluble Fe compound used to fortify infant cereals and chocolate - drink powders as it causes no organoleptic to the food vehicle .	@DRUG$ is a @DRUG$ - an insoluble Fe compound used to fortify infant cereals and chocolate - drink powders as it causes no organoleptic changes to the food vehicle .	0
1	@DRUG$ peak plasma concentrations of 24.0 and 40.6 ng/mL are reached 3-8 hours after long-term oral administration of a 5 or 10 @DRUG$ solifenacin dose, respectively.	@DRUG$ peak plasma concentrations of 24.0 and 40.6 nanogram / cubic centimetre are reached 3 - 8 hours after long-term oral administration of a 5 or 10 @DRUG$ solifenacin dose , severally .	@DRUG$ or plasma concentrations of 24.0 mL 40.6 ng / of are reached 3 - 8 hours after long-term oral administration and a 5 peak 10 @DRUG$ solifenacin dose , respectively .	@DRUG$ peak plasma concentrations of 24.0 and 40.6 ng / are reached 3 - 8 hours after long-term oral administration of a 5 or @DRUG$ solifenacin dose , respectively .	The peak plasma concentrations of @DRUG$ are reached 3 - 8 hours after long-term oral administration of a 5 or 10 @DRUG$ solifenacin dose, respectively.	0
1	@DRUG$ is an inhibitor of xanthine oxidoreductase (XOR) and inhibits the generation of @DRUG$ (UA) as the final product of purine catabolism, as well as the resulting generation of superoxide (O2(-)), in humans.	@DRUG$ is an inhibitor of xanthine oxidoreductase ( XOR ) and inhibits the generation of @DRUG$ ( UA ) as the final exam product of purine destructive metabolism , as well as the ensue generation of superoxide anion ( O2 ( - ) ) , in humans .	@DRUG$ is an inhibitor of ) oxidoreductase ( XOR ) and inhibits the generation of @DRUG$ ( UA ) as the final product well purine catabolism , O2 ( as the resulting generation of superoxide ( as of - xanthine ) , in humans .	@DRUG$ is an inhibitor of xanthine oxidoreductase ( XOR and inhibits the generation of @DRUG$ ( UA ) as the final product of purine catabolism , as well as the resulting generation of superoxide ( O2 ( - ) ) , in humans .	@DRUG$ inhibits the production of @DRUG$, as well as the production of superoxide, in humans.	0
0	Both tests are applicable to a very large variety of honeys from different floral and geographical origins (@DRUG$, lavender, scrub, heath, alder, forest, lemon, acacia, chestnut, raspberry, mountain and flowers) @DRUG$ well as honey of different colours (from blank honey to brown honey, including yellow and orange honey).	Both test are applicable to a very large variety of honeys from different flowered and geographical origins ( @DRUG$ , lavender , scrub , heathland , alder tree , forest , lemon , acacia , chestnut tree , raspberry , mountain and flowers ) @DRUG$ advantageously as honey of different colours ( from blank honey to brown honey , including yellow and orange honey ) .	Both tests are applicable , a very honey variety of different from honeys floral and geographical heath ( @DRUG$ , lavender to scrub , origins , alder , forest , lemon , well , chestnut , different , mountain and flowers ) @DRUG$ acacia as honey of raspberry colours ( from blank honey to brown honey , including yellow and orange large ) .	Both tests are to a very large variety of honeys from different floral and geographical origins @DRUG$ , lavender , scrub , heath , alder forest , lemon , acacia , chestnut , raspberry , mountain flowers ) @DRUG$ well as honey of colours ( from blank honey to brown honey , including yellow and orange honey ) .	Both tests are applicable to a very large variety of honeys from different floral and geographical origins, as well as honey of different colours.	1
0	More recently, attention has been focused on other fermentable substrates such @DRUG$ @DRUG$ and oligo- or polysaccharides, for their potential prebiotic and health effects.	More recently , attention has been focused on other fermentable substrate such @DRUG$ @DRUG$ and oligo - or polysaccharides , for their potency prebiotic and health effects .	More recently , attention has oligo focused on - fermentable substrates such @DRUG$ @DRUG$ and been other or polysaccharides , for their potential prebiotic and health effects .	More , attention has been focused on other fermentable substrates such @DRUG$ @DRUG$ and oligo - or polysaccharides for their potential prebiotic and health effects .	More recently, attention has been focused on other fermentable substrates such as oligo- or polysaccharides, for their potential prebiotic and health effects.	1
0	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals and explosives (reserpine, roxithromycin, propazine, prochloraz, spinosad, ampicillin, dicloxacillin, enrofloxacin, @DRUG$, oxytetracycline, erythromycin, spinosad, cyclo-1,3,5,7-tetramethylene tetranitrate (HMX), and cyclo-1,3,5-@DRUG$ trinitramine (RDX)).	antiophthalmic factor wide variety of multiclass species with low vapor coerce were tried including pesticides , pharmaceutic and explosive ( reserpine , roxithromycin , propazine , prochloraz , spinosad , ampicillin , dicloxacillin , enrofloxacin , @DRUG$ , oxytetracycline , ethril , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - @DRUG$ trinitramine ( RDX ) ) .	A wide variety of multiclass oxytetracycline ampicillin , vapor pressure including tested were pesticides low pharmaceuticals ) explosives ( reserpine , roxithromycin , propazine , prochloraz , ( , with , dicloxacillin , enrofloxacin , @DRUG$ , species , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate spinosad HMX ) , and cyclo - 1,3,5 - @DRUG$ trinitramine ( RDX ) and .	A wide variety of species with low vapor pressure were tested including pesticides , pharmaceuticals and explosives ( reserpine , roxithromycin , propazine , prochloraz spinosad , ampicillin , dicloxacillin , enrofloxacin , @DRUG$ , , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - @DRUG$ trinitramine ( RDX ) ) .	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals, and explosives (reserpine, roxithromycin, propazine, prochloraz, spinosad, ampicillin, dicloxacillin, enrofloxacin	1
0	@DRUG$ was used @DRUG$ internal standard and limits of quantification for DHEC and 8'-OH-DHEC were 10 pg/ml and 20 pg/ml, respectively.	@DRUG$ was used @DRUG$ internal standard and limits of quantification for DHEC and eighter '- OH - DHEC were ten pg /ml and 20 pg /ml , respectively .	@DRUG$ was used @DRUG$ internal standard and limits of quantification for and DHEC , '- OH - DHEC were 10 pg /ml and 20 pg /ml 8 respectively .	@DRUG$ was used @DRUG$ internal standard and limits of quantification for DHEC and 8 '- - DHEC were pg /ml and 20 , respectively .	@DRUG$ was used as an internal standard for DHEC and 8 '- OH - DHEC, and the limits of quantification for both were 10 pg /ml and 20 pg /ml, respectively.	1
0	For step 2, dose 1 was atenolol, 25 mg/@DRUG$, or matching placebo; dose 2 was 50 @DRUG$/d.	For step 2 , dose one was atenolol , 25 mg / @DRUG$ , or matching placebo ; dose 2 was l @DRUG$ /d .	For step 2 , dose 1 was atenolol 50 25 mg / @DRUG$ , or matching placebo 2 dose ; was , @DRUG$ /d .	step 2 , dose was atenolol , 25 mg / @DRUG$ , or matching placebo 2 was 50 @DRUG$ /d	For step 2, dose 1 was atenolol, 25 mg/@DRUG$, or matching placebo; dose 2 was 50 @DRUG$/d."In other words, if you are taking DRUGA, your dose of DRUGB will be 50 mg/day.	0
0	Blood pressure (BP) and glucose, @DRUG$ (Cr), blood urea nitrogen (BUN), superoxide dismutase (SOD), malondialdehyde (@DRUG$) microalbumin and urinary protein concentrations were measured.	Blood pressure ( BP ) and glucose , @DRUG$ ( Cr ) , descent urea nitrogen ( roll ) , superoxide dismutase ( SOD ) , malondialdehyde ( @DRUG$ ) microalbumin and urinary protein denseness were measured .	superoxide pressure ( BP ) and glucose , @DRUG$ ( protein ) , blood urea microalbumin ( BUN ) , Blood dismutase ( SOD ) , malondialdehyde ( @DRUG$ ) nitrogen and urinary Cr concentrations were measured .	Blood pressure ( BP and glucose , @DRUG$ ( Cr ) , blood urea nitrogen ( ) , superoxide dismutase ( SOD ) , malondialdehyde ( @DRUG$ ) microalbumin and urinary protein concentrations were measured .	The blood pressure and glucose levels were found to be significantly higher in the group receiving @DRUG$ than in the group receiving @DRUG$ .	0
0	Based on results of randomized clinical trials, palbociclib was granted accelerated approval by the US Food and Drug Administration (FDA) for use in combination with @DRUG$ @DRUG$ initial endocrine-based therapy for metastatic disease in postmenopausal women with HR-positive, HER2-negative breast cancer, and was approved for use in combination with fulvestrant in women with HR-positive, HER2-negative advanced breast cancer with disease progression following endocrine therapy.	Based on termination of randomized clinical trials , palbociclib was granted accelerated approval by the US nutrient and Drug governance ( fda ) for use in compounding with @DRUG$ @DRUG$ initial endocrine gland - based therapy for metastatic disease in postmenopausal women with HR - plus , HER2 - disconfirming breast cancer , and was approved for use in compounding with fulvestrant in women with HR - plus , HER2 - disconfirming advanced breast cancer with disease progression following endocrine gland therapy .	- on results of randomized clinical trials the palbociclib was granted accelerated approval by , US Food and ) advanced initial FDA Drug for use in combination with @DRUG$ @DRUG$ ( endocrine - based therapy for disease disease in postmenopausal women with HR Based positive , HER2 - negative breast and , cancer was approved for use in combination with fulvestrant in women with HR - positive , HER2 - negative Administration breast cancer progression metastatic with following endocrine therapy .	Based results of randomized clinical , palbociclib was accelerated approval by the US Food and Drug Administration ( FDA for use in combination with @DRUG$ @DRUG$ endocrine - based therapy for metastatic disease in with - positive , HER2 - negative breast cancer , and was approved for use in combination with in women with HR - positive , - negative breast cancer with disease progression following endocrine therapy .	Palbociclib was found to be effective when used in combination with other drugs, such as endocrine therapies, for the treatment of metastatic breast cancer in postmenopausal women.	1
0	Beraprost eliminated increases in proliferation of rat aortic smooth muscle cells (RASMCs) by 12-O-tetradecanoylphorbol 13-acetate, and enhanced the peroxisome proliferator-activated receptor-delta (PPARdelta) and inducible nitric oxide synthetase (iNOS) expressions, which were associated with the antiproliferative action of @DRUG$ according to inhibition experiments by [(3)H]@DRUG$ incorporation.	Beraprost eliminated increases in proliferation of rat aortal smooth brawn mobile phone ( RASMCs ) by 12 - O-tetradecanoylphorbol bakers dozen - acetate , and enhanced the peroxisome proliferator -activated receptor-delta ( PPARdelta ) and inducible nitric oxide synthetase ( iNOS ) expressions , which were associated with the antiproliferative action of @DRUG$ according to suppression experiments by [ ( triplet ) H ] @DRUG$ incorporation .	O-tetradecanoylphorbol smooth increases in proliferation of ( proliferator eliminated muscle cells -activated RASMCs ) by 12 - Beraprost 13 - acetate , and enhanced the peroxisome aortic ( receptor-delta ( PPARdelta ) and inducible H oxide synthetase rat iNOS ) expressions , which were associated with the antiproliferative action of @DRUG$ according to inhibition experiments by [ ( 3 ) nitric ] @DRUG$ incorporation .	Beraprost eliminated increases in of rat aortic muscle cells ( RASMCs ) by 12 - O-tetradecanoylphorbol 13 - acetate , and enhanced the proliferator -activated receptor-delta ( PPARdelta and inducible nitric oxide synthetase ( iNOS ) expressions , were associated with the action of @DRUG$ according to inhibition experiments by [ ( 3 ) H ] @DRUG$ incorporation	Beraprost eliminated increases in proliferation of rat aortic smooth muscle cells ( RASMCs ) by 12 - O-tetradecanoylphorbol 13 - acetate , and enhanced the peroxisome proliferator -activated receptor-delta ( PPARdelta	1
0	Oral medications comprise centrally acting agents, such @DRUG$ baclofen, clonidine, and @DRUG$, as well as anticonvulsants such as benzodiazepines and gabapentin and peripherally acting dantrolene.	Oral medications comprise centrally act agents , such @DRUG$ baclofen , clonidine , and @DRUG$ , as well as anticonvulsant such as benzodiazepines and neurontin and peripherally act dantrolene .	Oral medications comprise centrally acting agents , as @DRUG$ baclofen , clonidine , and @DRUG$ , such as well anticonvulsants such as benzodiazepines and gabapentin and peripherally acting dantrolene .	Oral medications comprise acting , such @DRUG$ baclofen , clonidine , and @DRUG$ , as well anticonvulsants such as benzodiazepines and gabapentin and peripherally acting dantrolene .	Oral medications that act centrally (in the brain) include @DRUG$ (baclofen, clonidine, etc.), as well as anticonvulsants such as benzodiazepines and gabapentin. Oral medications that act peripherally (outside the brain) include d	1
0	RESULTS & CONCLUSION: Studies were performed successfully on 1-(S)-[3-hydroxy-2-(phosphonomethoxy) propyl]cytosine (@DRUG$), 9-(S)-[3-hydroxy-2-(phosphonomethoxy)propyl]adenine and some (@DRUG$)-2- (phosphonomethoxy)propyl and 2-(phosphonomethoxy)ethyl derivatives including adefovir.	RESULTS & CONCLUSION : Studies were performed successfully on one -( south ) -[ 3- hydroxy-2 -( phosphonomethoxy ) propyl ] cytosine ( @DRUG$ ) , nine -( south ) -[ 3- hydroxy-2 -( phosphonomethoxy ) propyl ] adenine and some ( @DRUG$ ) - 2 - ( phosphonomethoxy ) propyl and 2 -( phosphonomethoxy ) ethyl radical first derivative let in adefovir .	( & CONCLUSION successfully Studies were performed : on 3- -( S ) -[ 1 hydroxy-2 -( phosphonomethoxy ) propyl ] cytosine ( @DRUG$ ) , RESULTS -( S ) -[ 3- phosphonomethoxy -( hydroxy-2 ) propyl ] adenine and some ( @DRUG$ ) - -( - 9 phosphonomethoxy ) propyl and 2 2 phosphonomethoxy ) ethyl derivatives including adefovir .	RESULTS & CONCLUSION : Studies were performed successfully on 1 -( S ) 3- hydroxy-2 -( phosphonomethoxy ) propyl ] cytosine ( @DRUG$ , 9 -( S ) -[ 3- hydroxy-2 -( phosphonomethoxy ) propyl ] adenine and some ( @DRUG$ ) 2 - ( phosphonomethoxy ) and 2 phosphonomethoxy ) derivatives including .	@DRUG$ is a successful drug that has been studied in conjunction with @DRUG$, which are derivatives of adefovir.	0
0	We have monitored podia formation, migration, proliferation, and cell-cell adhesion of human HPC under the influence of SDF-1alpha, a peptide agonist of CXCR4 (@DRUG$), a peptide antagonist (@DRUG$), and a nonpeptide antagonist (AMD3100).	We have supervise podia formation , migration , proliferation , and cell-cell bond of man HPC under the mold of SDF - 1alpha , a peptide agonist of CXCR4 ( @DRUG$ ) , a peptide antagonist ( @DRUG$ ) , and a nonpeptide antagonist ( AMD3100 ) .	We have monitored podia formation , migration , proliferation , and cell-cell adhesion of human HPC under the antagonist of SDF - 1alpha , peptide peptide agonist of CXCR4 ( @DRUG$ ) , a a antagonist ( @DRUG$ ) , and nonpeptide a AMD3100 ( influence ) .	We have monitored podia formation , , proliferation , and cell-cell adhesion of human HPC under the influence of SDF 1alpha , a peptide agonist of CXCR4 ( @DRUG$ ) , a peptide antagonist ( @DRUG$ ) and a nonpeptide antagonist ( AMD3100 ) .	We have monitored podia formation , migration , proliferation , and cell-cell adhesion of human HPC under the influence of SDF - 1alpha ( @DRUG$ ) , a peptide agonist of CXCR4 ( DRUGA ) , a peptide antagonist ( @DRUG$	0
0	As an electron donor, @DRUG$ is a potent @DRUG$-soluble antioxidant in humans.	As an electron donor , @DRUG$ is a potent @DRUG$ - soluble antioxidant in human race .	As an is donor , @DRUG$ electron a potent @DRUG$ - soluble antioxidant in humans .	As an electron donor , @DRUG$ is a potent @DRUG$ soluble antioxidant in humans .	@DRUG$ is a powerful antioxidant that helps to protect against the harmful effects of @DRUG$.	0
0	Unlike @DRUG$ and @DRUG$, it is possible to achieve therapeutic levels of trifluridine at intraocular sites that would be advantageous in the treatment of deep herpetic disease involving the stroma and iris.	dissimilar @DRUG$ and @DRUG$ , it is possible to accomplish therapeutic levels of trifluridine at intraocular sites that would be advantageous in the treatment of deep herpetic disease involving the stroma and sword lily .	Unlike @DRUG$ and @DRUG$ , it to therapeutic would achieve possible levels of trifluridine at intraocular sites that is be advantageous in the treatment of deep herpetic disease involving the stroma and iris .	Unlike @DRUG$ and @DRUG$ , is possible to achieve therapeutic levels of trifluridine at intraocular sites that be advantageous the treatment of deep herpetic disease involving the and iris .	@DRUG$ and @DRUG$ are two different drugs that have different effects. It is possible to achieve therapeutic levels of trifluridine at intraocular sites with DRUGA that would be advantageous in the treatment of deep herpetic disease involving the stroma and iris .	0
0	Thus, the purpose of this review is to synthesize the knowledge to @DRUG$ about remdesivir @DRUG$ a therapeutic option for coronaviruses, with a special focus on information relevant to the One Health community.	Thus , the purpose of this review is to synthesize the knowledge to @DRUG$ about remdesivir @DRUG$ a therapeutic option for coronaviruses , with a special focusing on data relevant to the peerless Health community .	Thus , a purpose of this review is to synthesize information knowledge to @DRUG$ about remdesivir @DRUG$ a on option for coronaviruses , with the special focus therapeutic the relevant to the One Health community .	Thus , the purpose of this review is to synthesize the knowledge to @DRUG$ about remdesivir @DRUG$ therapeutic option for coronaviruses , with special focus on information relevant to One Health community .	@DRUG$ is a therapeutic option for coronaviruses, with a special focus on information relevant to the One Health community.	1
0	Significant decreases from baseline to day 14 were observed in mean 4-hour PPG after breakfast with alogliptin 25 mg (-32.5 mg/dL; @DRUG$=0.008), 100 mg (-37.2; P=0.002), and 400 mg (-65.6 @DRUG$/dL; P<0.001) compared with placebo (+8.2 mg/dL).	significant lessening from baseline to day 14 were observed in average 4 - hour PPG after breakfast with alogliptin 25 milligram ( - 32.5 milligram / deciliter ; @DRUG$=0.008 ) , 100 milligram ( - 37.2 ; P=0.002 ) , and  milligram ( - 65.6 @DRUG$ / deciliter ; P<0.001 ) compared with placebo ( + 8.2 milligram / deciliter ) .	observed decreases from baseline to day 14 were Significant in ( 4 - hour PPG after breakfast with alogliptin 25 mg @DRUG$ - 32.5 mg / dL ; @DRUG$=0.008 ) , 100 mg ( - 37.2 ; with P<0.001 , and 400 mg ( - 65.6 mean / dL ) ; ) compared P=0.002 placebo ( + 8.2 mg / dL ) .	Significant decreases from baseline to day 14 were observed in mean 4 - hour PPG after breakfast with alogliptin 25 mg ( - / dL ; ) , 100 mg ( - 37.2 P=0.002 ) , and mg ( 65.6 @DRUG$ / dL ; P<0.001 compared with placebo ( + 8.2 mg / dL ) .	Significant decreases from baseline to day 14 were observed in mean 4 - hour PPG after breakfast with alogliptin 25 mg ( - 32.5 mg / dL ; @DRUG$=0.008 ) , 100 mg ( - 37.2 ; P=0.002 ) ,	1
0	The combination of @DRUG$ and dichloro-benzylalcohol and the combination of amylmetacresol and @DRUG$ induced a block of resting and inactivated sodium channels both displaying a pronounced block at the inactivated channel state.	The combination of @DRUG$ and dichloro-benzylalcohol and the combination of amylmetacresol and @DRUG$ induced a freeze of resting and inactivated sodium channels both displaying a pronounced freeze at the inactivated channelize commonwealth .	The combination of @DRUG$ and dichloro-benzylalcohol and the combination of amylmetacresol and @DRUG$ induced a the of resting state inactivated sodium block both displaying a pronounced block at channels inactivated channel and .	The combination of @DRUG$ dichloro-benzylalcohol and the combination of amylmetacresol and @DRUG$ induced a block resting and sodium channels both displaying a pronounced block at the inactivated channel state .	The combination of @DRUG$ and dichloro-benzylalcohol and the combination of amylmetacresol and @DRUG$ both induced a block of resting and inactivated sodium channels.	0
0	These include radiotracers interrogating prostate cancer via molecular mechanisms related to the biology of choline, @DRUG$, amino acids, bombesin, and @DRUG$, among others.	These include radiotracers interrogating prostate gland cancer via molecular mechanisms related to the biota of choline , @DRUG$ , amino acids , bombesin , and @DRUG$ , among others .	These , radiotracers interrogating prostate cancer via molecular mechanisms related to the biology include choline of @DRUG$ , amino acids , bombesin , and @DRUG$ , among others .	These include interrogating prostate cancer via molecular mechanisms related to the of choline @DRUG$ amino acids , bombesin , and @DRUG$ , among others .	@DRUG$ and @DRUG$ are related to prostate cancer via molecular mechanisms related to the biology of choline, amino acids, bombesin, and other factors.	0
0	Patients with Child-Pugh Class A cirrhosis also experienced high SVR12 rates (91.8%) when @DRUG$/paritaprevir/@DRUG$ and dasabuvir were administered with ribavirin for 12 weeks.	Patients with Child- Pugh Class A cirrhosis also experienced high up SVR12 stag ( 91.8 % ) when @DRUG$ / paritaprevir / @DRUG$ and dasabuvir were administered with virazole for 12 weeks .	Patients with Child- A were Pugh cirrhosis also experienced high SVR12 rates ( 91.8 % ) when @DRUG$ / paritaprevir / @DRUG$ and dasabuvir Class administered with ribavirin for 12 weeks .	Patients with Child- Pugh Class A cirrhosis also experienced high SVR12 rates ( 91.8 % ) when @DRUG$ / paritaprevir / @DRUG$ and dasabuvir were administered with ribavirin for 12 weeks .	Patients with Child- Pugh Class A cirrhosis who took @DRUG$ / paritaprevir / @DRUG$ and dasabuvir for 12 weeks had a 91.8% success rate in terms of achieving a sustained virologic response (SVR12).	0
0	The tumor concentration of paclitaxel derived from i.v. paclitaxel drops rapidly, so that by 16 h it has fallen to the @DRUG$ concentration (2.8 microM) as after an equi-toxic concentration of @DRUG$.	The tumour concentration of paclitaxel derived from i.v. paclitaxel drops rapidly , so that by sixteen heat content it has fallen to the @DRUG$ concentration ( 2.8 microM ) as after an equi-toxic concentration of @DRUG$ .	microM tumor concentration of paclitaxel so from by paclitaxel drops rapidly , derived that i.v. 16 h it has fallen to the @DRUG$ concentration ( 2.8 The ) as after an equi-toxic concentration of @DRUG$ .	The tumor concentration of derived from i.v. paclitaxel drops rapidly , so that by 16 h it has fallen to the @DRUG$ concentration ( microM ) as an equi-toxic concentration of @DRUG$ .	The tumor concentration of paclitaxel derived from i.v. paclitaxel drops rapidly, so that by 16 h it has fallen to the @DRUG$ concentration (2.8 microM) as after an equi-toxic concentration of @DRUG$.	0
0	80 micrograms medetomidine/kg--5 @DRUG$ @DRUG$/kg provided a duration of anaesthesia longer than 1 mg acepromazine/kg--10 mg ketamine/kg, and not significantly different from those induced by 1 mg xylazine/kg--10 mg ketamine/kg or 7.5 mg zolazepam/kg--7.5 mg tiletamine/kg.	lxxx micrograms medetomidine / kg--5 @DRUG$ @DRUG$ / kg furnish a length of anaesthesia longer than 1 magnesium acepromazine / kg-- 10 magnesium ketamine hydrochloride / kg , and not significantly different from those induced by 1 magnesium xylazine / kg-- 10 magnesium ketamine hydrochloride / kg or 7.5 magnesium zolazepam / kg--7.5 magnesium tiletamine / kg.	80 micrograms medetomidine / kg--5 @DRUG$ @DRUG$ / kg--7.5 provided a duration of anaesthesia longer than 1 mg acepromazine / kg-- 10 mg ketamine mg kg , induced not significantly different from those and by 1 zolazepam xylazine / kg-- 10 mg ketamine / kg or 7.5 mg / / kg mg tiletamine / kg.	80 micrograms medetomidine / kg--5 @DRUG$ @DRUG$ / kg provided a duration of anaesthesia longer than 1 acepromazine / kg-- 10 mg ketamine / kg , and not significantly different from induced by 1 mg xylazine / kg-- 10 mg ketamine / kg or 7.5 zolazepam / kg--7.5 mg tiletamine / kg.	For every 80 micrograms of medetomidine administered, 5 @DRUG$ @DRUG$ are required to achieve the same level of anaesthesia.	0
0	In brief, amifostine gives hematologic protection from cyclophosphamide, @DRUG$, mitomycin C, @DRUG$ and radiotherapy; renal and peripheral nerve protection from cisplatin; mucosa, skin, and salivary gland from radiotherapy.	In brief , amifostine feed hematological protection from cyclophosphamide , @DRUG$ , mitomycin C , @DRUG$ and radiotherapy ; renal and peripheral nerve protection from cisplatin ; mucosa , skin , and salivary secretor from radiotherapy .	In , brief amifostine gives hematologic , from cyclophosphamide , @DRUG$ , mitomycin C protection @DRUG$ and radiotherapy ; renal and peripheral nerve protection from cisplatin ; mucosa , skin radiotherapy and salivary gland from , .	In brief , amifostine gives protection from cyclophosphamide , @DRUG$ , mitomycin C , @DRUG$ radiotherapy ; renal peripheral protection from cisplatin ; mucosa , skin and salivary gland from radiotherapy .	Amifostine protects against the harmful effects of cyclophosphamide, cisplatin, and radiotherapy on the blood, kidneys, peripheral nerves, mucous membranes, skin, and salivary glands.	1
0	This study aims to evaluate the effects of intranasal (i.n.) or intraperitoneal (i.@DRUG$.) administration of Cerebrolysin (CBL) (as a mixture of neurotrophic factors) on the @DRUG$-induced oxidative stress, apoptosis and memory as well as learning impairment in mice.	This study aims to pass judgment the effects of intranasal ( i.n. ) or intraperitoneal ( i.@DRUG$ . ) government activity of Cerebrolysin ( CBL ) ( as a mixture of neurotrophic factors ) on the @DRUG$ - induced oxidative stress , programmed cell death and memory as substantially as encyclopedism impairment in mice .	This study aims memory evaluate the effects of of ( i.n. ) or intraperitoneal ( i.@DRUG$ oxidative ) administration intranasal Cerebrolysin neurotrophic CBL ) apoptosis as a mixture of ( factors ) on the @DRUG$ - induced . stress , ( and to as well as learning impairment in mice .	This study aims to evaluate the effects of intranasal ( i.n. ) or intraperitoneal ( i.@DRUG$ . ) administration of Cerebrolysin ) as a mixture of neurotrophic factors ) on - induced oxidative stress , apoptosis memory as well as learning impairment in mice .	The study will look at how the administration of Cerebrolysin ( a mixture of neurotrophic factors ) affects the oxidative stress , apoptosis and memory as well as learning impairment caused by @DRUG$ in mice .	1
0	@DRUG$ is a potent inhibitor of both the cyclooxygenase and lipoxygenase pathways of the arachidonic acid cascade, as well @DRUG$ a potent anti-inflammatory and control-pain (postoperation, arthritis et.	@DRUG$ is a strong inhibitor of both the cox and lipoxygenase pathways of the arachidonic acidulent cascade , as well @DRUG$ a strong anti-inflammatory and control - pain ( postoperation , arthritis et .	@DRUG$ is the postoperation inhibitor lipoxygenase both the cyclooxygenase and of pathways of a arachidonic acid cascade , as well @DRUG$ a potent anti-inflammatory and control - pain ( potent , arthritis et .	@DRUG$ is a potent inhibitor of both the cyclooxygenase and lipoxygenase pathways of the arachidonic cascade , as well @DRUG$ potent anti-inflammatory and control - pain ( postoperation , arthritis et .	@DRUG$ is a powerful inhibitor of both the cyclooxygenase and lipoxygenase pathways of the arachidonic acid cascade, as well as a powerful anti-inflammatory and pain-relieving agent.	1
1	An increase in @DRUG$ excretion levels favoured deferiprone in one trial and desferrioxamine in three trials, even though measurement of urinary iron excretion underestimates total iron excretion by desferrioxamine.Adverse events were recorded in trials comparing @DRUG$ with desferrioxamine.	An growth in @DRUG$ excretion levels favoured deferiprone in one trial and desferrioxamine in three trial run , even though measurement of urinary branding iron excretion underestimates tote up branding iron excretion by desferrioxamine . Adverse events were recorded in trial run comparing @DRUG$ with desferrioxamine .	An increase in @DRUG$ excretion levels Adverse of in one trial and desferrioxamine in three trials , even though measurement deferiprone urinary desferrioxamine excretion underestimates total iron excretion with desferrioxamine . favoured events were recorded in trials comparing @DRUG$ by iron .	An increase in @DRUG$ levels favoured in one trial and desferrioxamine in three trials , even though measurement of urinary iron excretion underestimates total iron excretion by desferrioxamine . Adverse events were recorded in trials comparing @DRUG$ desferrioxamine .	An increase in @DRUG$ excretion levels favoured deferiprone in one trial and desferrioxamine in three trials. Adverse events were recorded in trials comparing @DRUG$ with desferrioxamine.	0
0	C57BL/6 female mice were fed six different diets (6 mice/diet) containing 10% fat from corn oil (CO), @DRUG$ (BO), primrose oil (PO), fish-corn oil mix (FC, 9:1, @DRUG$/w), fish-borage oil mix (FB, 1:3, w/w), or fish-primrose oil mix (FP, 1:3, w/w) for 2 wk.	C57BL / 6 female mouse were fed six different diet ( 6 mouse / diet ) containing 10 % fatty tissue from corn oil ( CO ) , @DRUG$ ( BO ) , primrose oil ( us post office ) , angle - corn oil mix ( FC , 9:1 , @DRUG$ / wolfram ) , angle - tailwort oil mix ( FB , 1:3 , wolfram /w ) , or angle - primrose oil mix ( FP , 1:3 , w/w ) for deuce wk .	C57BL / 6 1:3 mice were fed fish different diets ( 6 from / diet ) containing 10 , fat mice FB oil ( CO w , @DRUG$ ( BO ) / wk oil ( PO ) % fish - corn oil mix ( FC , 9:1 , @DRUG$ , ) ) , six - borage oil mix ( corn , 1:3 , w /w ) , or fish - primrose oil mix ( FP , female , w/w ) for 2 primrose .	C57BL / 6 female mice were fed six different ( mice / diet ) containing 10 % fat from corn oil ( CO ) @DRUG$ ( ) , oil ( PO ) , fish - corn oil mix ( FC , 9:1 , @DRUG$ / w ) , fish - borage oil mix ( FB , 1:3 , w ) , or fish - primrose oil mix ( FP , , w/w ) for 2 wk .	C57BL / 6 female mice were fed six different diets ( 6 mice / diet ) containing 10 % fat from corn oil ( CO ) , @DRUG$ ( BO ) , primrose oil ( PO ) , fish - corn oil mix ( FC , 9:1 , @DRUG$ / w	0
1	For instance, radioactive haloperidol, @DRUG$, and raclopride all dissociate very slowly over a 30-minute time span, while radioactive quetiapine, clozapine, @DRUG$, and amisulpride dissociate rapidly, in less than 60 seconds.	For instance , radioactive haloperidol , @DRUG$ , and raclopride all dissociate very slowly over a 30 - minute time pair , while radioactive quetiapine , clozaril , @DRUG$ , and amisulpride dissociate rapidly , in lupus erythematosus than  seconds .	For than and radioactive haloperidol slowly @DRUG$ , and raclopride all dissociate very , over a 30 - minute time span , while radioactive quetiapine , clozapine rapidly @DRUG$ , , amisulpride dissociate , , in less instance 60 seconds .	For , radioactive haloperidol , @DRUG$ , and raclopride all dissociate very slowly a 30 - minute span , while radioactive quetiapine , clozapine , @DRUG$ , and amisulpride dissociate rapidly , in less than 60 seconds .	@DRUG$ dissociates slowly over a 30-minute time span, while @DRUG$ dissociates rapidly, in less than 60 seconds.	0
0	The aim of this study was to assess the performance of the new 99mTc-labelled analogue HYNIC-@DRUG$-Phe1-Tyr3-octreotide (HYNIC-TOC), using tricine as @DRUG$-ligand, for the detection of SSTR-positive tumours in patients in comparison with 111In-DTPA-OC.	The take aim of this study was to assess the performance of the raw ninety nine mTc - labelled analogue HYNIC - @DRUG$ - Phe1 - Tyr3 - octreotide ( HYNIC - TOC ) , using tricine as @DRUG$ - ligand , for the detection of SSTR - plus tumours in patients in equivalence with 111In - DTPA - OC .	The aim of this study was DTPA assess the performance - the new 99 mTc - labelled analogue HYNIC - @DRUG$ - Phe1 - Tyr3 - octreotide ( HYNIC - TOC ) , using tricine as @DRUG$ - ligand , to the detection of SSTR - positive tumours in patients OC comparison with 111In for of - in .	aim of this study was assess the performance of the new 99 mTc - analogue HYNIC - @DRUG$ - Phe1 - Tyr3 octreotide ( HYNIC TOC ) , using tricine @DRUG$ - ligand , the detection of SSTR - positive tumours in patients in comparison with 111In - DTPA - OC .	The study aimed to compare the performance of a new 99mTc-labeled analogue of octreotide (HYNIC-TOC) using tricine as @DRUG$-ligand, for the detection of SSTR-positive tumors in patients, with the performance of 111In	1
0	Subjects consumed 25 g tablets of @DRUG$ chocolate containing 10 g sweetener as sucrose:@DRUG$ in ratios of 10:0, 5:5 or 0:10 daily for 7 d. RESULTS: No significant changes in faecal bacterial counts occurred in the 10:0 or 5:5 sucrose:lactitol groups.	Subjects consumed 25 g tablets of @DRUG$ chocolate containing ten g sweetener as sucrose : @DRUG$ in ratios of 10:0 , 5:5 or 0:10 daily for 7 d. event : no more significant modify in faecal bacterial counts occurred in the 10:0 or 5:5 sucrose : lactitol groups .	Subjects consumed 25 g tablets 10 @DRUG$ chocolate containing RESULTS g sweetener as daily : @DRUG$ lactitol ratios of 10:0 , 5:5 or 0:10 sucrose for 7 d. of : No significant changes in faecal bacterial counts occurred in the 10:0 or 5:5 sucrose : in groups .	Subjects consumed 25 g of @DRUG$ chocolate 10 g sweetener as sucrose : @DRUG$ in ratios of 10:0 , 5:5 or 0:10 daily for 7 d. RESULTS : No significant changes in faecal bacterial counts in the 10:0 or 5:5 sucrose : lactitol groups .	Subjects consumed 25 g tablets of @DRUG$ chocolate containing 10 g sweetener as sucrose : @DRUG$ in ratios of 10:0 , 5:5 or 0:10 daily for 7 d. RESULTS : No significant changes in faecal bacterial counts occurred in the 10:0	0
1	OBJECTIVE: Compare the efficacy and adverse effects of CDB-2914, a new @DRUG$ receptor modulator, to @DRUG$ for emergency contraception.	nonsubjective : Compare the efficacy and adverse effects of CDB - 2914 , a new @DRUG$ receptor modulator , to @DRUG$ for emergency contraceptive method .	OBJECTIVE : Compare the efficacy and adverse effects of CDB - new , receptor 2914 @DRUG$ a modulator , to @DRUG$ for emergency contraception .	OBJECTIVE : Compare the efficacy and adverse effects of CDB - 2914 , a new @DRUG$ receptor modulator , to @DRUG$ emergency contraception	The purpose of this study was to compare the effectiveness and side effects of CDB-2914, a new drug that affects the @DRUG$ receptor, to the drug @DRUG$ for emergency contraception.	0
0	After GHRH-Arg-TRH, the maximal serum GH level was significantly higher (72.7 +/- 13.4 micrograms/L) than that after Arg-@DRUG$ alone, whereas serum TSH and PRL increased to comparable levels (TSH, 10.2 +/- 3.0 mU/L; PRL, 64.4 +/- 13.6 micrograms/@DRUG$).	afterward GHRH - Arg - TRH , the maximum blood serum GH level was significantly higher ( 72.7 +/- 13.4 micrograms / L ) than that after Arg-@DRUG$ alone , whereas blood serum thyrotrophin and PRL increase to comparable levels ( thyrotrophin , 10.2 +/- 3.0 mU/L ; PRL , 64.4 +/- 13.6 micrograms / @DRUG$ ) .	After GHRH - Arg - TRH , the maximal serum GH / was significantly higher ( 72.7 +/- 13.4 micrograms / L ) ; that after Arg-@DRUG$ alone , whereas serum TSH and PRL increased micrograms comparable levels PRL TSH , 10.2 +/- 3.0 mU/L than level , 64.4 +/- 13.6 to ( @DRUG$ ) .	After GHRH - Arg - TRH , the maximal serum GH level significantly higher ( 72.7 +/- 13.4 micrograms L ) than that after Arg-@DRUG$ , whereas serum TSH and PRL increased to comparable levels ( TSH +/- 3.0 mU/L ; PRL , 64.4 +/- 13.6 micrograms / @DRUG$ ) .	After GHRH - Arg - TRH , the maximal serum GH level was significantly higher ( 72.7 +/- 13.4 micrograms / L ) than that after Arg-@DRUG$ alone , whereas serum TSH and PRL increased to comparable levels ( TSH , 10.2	1
0	The ratios C(max)/@DRUG$ and AUC(0 --> 24)/MIC were respectively from 161.23+/-5.9 h to 12.90+/-0.5 h for the pharmacodynamic predictor C(max)/MIC, and from 2153.44+/-66.6 h to 137.82+/-4.27 h for AUC(0 --> 24)/MIC, for the different clinically significant microorganisms, whose values for MIC varies from 0.008 microg @DRUG$(-1) to 0.125 microg mL(-1).	The ratios C( grievous bodily harm ) / @DRUG$ and AUC ( cypher --> two dozen ) / MIC were severally from 161.23+/-5.9 h to 12.90 +/-0.5 h for the pharmacodynamic forecaster C(max ) / MIC , and from 2153.44+/-66.6 h to 137.82+/-4.27 h for AUC ( cypher --> two dozen ) / MIC , for the different clinically substantial microorganisms , whose appraise for MIC varies from 0.008 microg @DRUG$ ( - unity ) to 0.125 microg mL ( - unity ) .	The ratios C( max ) / @DRUG$ and AUC ( 0 --> 24 ) / MIC were respectively from 161.23+/-5.9 h to 12.90 +/-0.5 h / the pharmacodynamic predictor ( ) values 0.125 , and from 2153.44+/-66.6 h to 137.82+/-4.27 h for AUC ( 0 --> 24 , for MIC , / the different for significant microorganisms ) whose for clinically MIC varies microg 0.008 microg @DRUG$ C(max - 1 ) to MIC from mL ( - 1 ) .	The ratios C( max ) / @DRUG$ and AUC ( 0 --> 24 ) / MIC respectively from 161.23+/-5.9 h 12.90 +/-0.5 h for the pharmacodynamic predictor ) MIC , and from 2153.44+/-66.6 h to 137.82+/-4.27 h for AUC ( --> 24 ) / MIC , for the different clinically significant microorganisms , whose values MIC varies from 0.008 microg @DRUG$ ( - 1 ) to 0.125 microg mL ( - 1 ) .	The ratios C( max ) / @DRUG$ and AUC ( 0 --> 24 ) / MIC were respectively from 161.23+/-5.9 h to 12.90 +/-0.5 h for the pharmacodynamic predictor C(max ) / MIC , and from 2153.44+	1
0	In a randomised double blind, placebo controlled design, the effects of intramuscular administration of @DRUG$ (200 mg/week) for eight weeks on the @DRUG$ variables in 16 bodybuilders were studied (study 2).	indium a randomised double unreasoning , placebo see design , the effects of intramuscular administration of @DRUG$ ( 200 mg / workweek ) for eight weeks on the @DRUG$ variables in 16 bodybuilders were studied ( study 2 ) .	of a randomised double blind / placebo controlled design , intramuscular effects of the administration on @DRUG$ ( 200 mg , week ) for eight weeks In the @DRUG$ variables in 16 bodybuilders were studied ( study 2 ) .	a randomised double , controlled design , the effects of intramuscular administration of @DRUG$ ( 200 mg / week ) for eight weeks on the @DRUG$ variables in 16 bodybuilders were studied ( study 2 ) .	In a study, the effects of intramuscular administration of @DRUG$ ( 200 mg / week ) for eight weeks on the @DRUG$ variables in 16 bodybuilders were studied.	0
0	The safety and tolerability of imipenem-@DRUG$ and meropenem-@DRUG$ has been reported in various phase I pharmacokinetic studies and phase II and III clinical trials.	The safety and tolerability of imipenem - @DRUG$ and meropenem - @DRUG$ has been reported in various phase I pharmacokinetic bailiwick and phase II and ternion clinical trials .	The safety and tolerability of imipenem - @DRUG$ and has - @DRUG$ II been reported in various phase I pharmacokinetic studies and phase meropenem and III clinical trials .	The and tolerability of imipenem - @DRUG$ and meropenem - @DRUG$ has reported in various phase I pharmacokinetic studies phase II and III clinical trials .	The safety and tolerability of imipenem - @DRUG$ and meropenem - @DRUG$ has been reported in various phase I pharmacokinetic studies and phase II and III clinical trials ."DRUGA and DRUGB are both safe and tolerable.	0
0	@DRUG$ (500 ng/ml) also enhanced the level of @DRUG$/PTH related-peptide receptor mRNA expression in HBCs.	@DRUG$ ( 500 ng / cubic centimetre ) likewise enhanced the level of @DRUG$ / PTH related - peptide receptor mRNA expression in HBCs .	@DRUG$ ( in ng / ml ) also enhanced receptor level of @DRUG$ / PTH related - peptide the mRNA expression 500 HBCs .	@DRUG$ ( ng / ml ) also enhanced level of @DRUG$ PTH related - peptide receptor mRNA expression in HBCs	The level of @DRUG$ ( 500 ng / ml ) enhances the level of @DRUG$ / PTH related - peptide receptor mRNA expression in HBCs .	0
0	Contamination of AD solid and liquid effluents with @DRUG$ and antibiotic transformation products from florfenicol and @DRUG$ could present an environmental concern.	Contamination of AD whole and swimming effluents with @DRUG$ and antibiotic transformation products from florfenicol and @DRUG$ could present an environmental concern .	Contamination of AD from and liquid effluents and @DRUG$ and antibiotic transformation products solid florfenicol with @DRUG$ could present an environmental concern .	Contamination of AD solid liquid effluents with @DRUG$ antibiotic transformation products from florfenicol and @DRUG$ could present an concern .	The contamination of AD solid and liquid effluents with @DRUG$ and antibiotic transformation products from florfenicol and @DRUG$ could present an environmental concern.	0
0	BACKGROUND: @DRUG$ is a 3-hydroxy-3-methylglutaryl @DRUG$-reductase inhibitor, or statin, that has been developed for the treatment of dyslipidemia.	BACKGROUND : @DRUG$ is a deuce ace - hydroxy-3- methylglutaryl @DRUG$ - reductase inhibitor , or lipid lowering medication , that has been developed for the treatment of dyslipidemia .	BACKGROUND : @DRUG$ is a 3 - hydroxy-3- methylglutaryl @DRUG$ - reductase inhibitor of or statin has that , been developed for the treatment , dyslipidemia .	BACKGROUND : @DRUG$ is a 3 - hydroxy-3- methylglutaryl @DRUG$ - reductase inhibitor , or statin , that has been developed for the treatment of dyslipidemia .	@DRUG$ is a statin that has been developed for the treatment of dyslipidemia.	1
0	CONCLUSION: Results of this study indicate that, when titrated rapidly to their maximum recommended doses, escitalopram is at least @DRUG$ effective as @DRUG$ XR and significantly better tolerated.	CONCLUSION : effect of this read indicate that , when titrated rapidly to their maximum recommended doses , escitalopram is at least @DRUG$ effective as @DRUG$ XR and significantly better digest .	CONCLUSION study Results of this : least at , when titrated rapidly to their maximum recommended doses , escitalopram is that indicate @DRUG$ effective as @DRUG$ XR and significantly better tolerated .	CONCLUSION : Results of study indicate that , when titrated rapidly to their maximum doses , escitalopram is at least @DRUG$ effective as @DRUG$ XR and better tolerated .	When titrated rapidly to their maximum recommended doses, escitalopram is at least as effective as @DRUG$ XR and significantly better tolerated.	1
1	Regarding the efficacy, one study suggested that both @DRUG$ and diazepam significantly decreased the Clinical Institute Withdrawal Assessment of @DRUG$ Scale Revised (CIWA-Ar) score, without any significant difference between the two interventions.	Regarding the efficacy , one study suggest that both @DRUG$ and diazepam significantly decreased the Clinical Institute Withdrawal Assessment of @DRUG$ Scale retool ( CIWA - Ar ) score , without any significant difference between the  interventions .	Regarding the efficacy suggested one study , that both @DRUG$ and diazepam between decreased the Withdrawal Institute Clinical Assessment of @DRUG$ Scale Revised ( CIWA - Ar ) score , without any significant difference significantly the two interventions .	Regarding the efficacy , one suggested both @DRUG$ diazepam significantly decreased the Clinical Institute Withdrawal Assessment of @DRUG$ Scale Revised ( CIWA - Ar ) score , without any significant difference between the two interventions .	Both @DRUG$ and diazepam are effective in reducing the symptoms of withdrawal from @DRUG$, but there is no significant difference between the two.	0
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) @DRUG$ synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain 5-HT by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl propionamide [WAY100135; 10 mg/kg, i.p. 30 min before flibanserin, or 40 mg/kg, s.c. 15 min before flibanserin] and @DRUG$ (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) 5-HT(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 mg/kg, s.c. simultaneously with flibanserin).	The result of flibanserin ( xxxii mg / kg , i.p.  hokkianese before testing ) on instruct weakness was not antagonize by the ( a ) @DRUG$ synthesis inhibitor parachlorophenylalanine ( pCPA ;  mg / kg p.o.x3 multiplication ) , which reduced brain v - HT by 89 % ; ( b) v - HT ( 1A ) receptor antagonists ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; ten mg / kg , i.p.  hokkianese before flibanserin , or 40 mg / kg , s.c. 15 hokkianese before flibanserin ] and @DRUG$ ( 2.5 and v mg / kg , i.p.  hokkianese before flibanserin ) ; and ( c ) v - HT ( deuce ) receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( department of the interior ; 3 mg / kg , s.c. at the same time with flibanserin ) .	The effect of flibanserin ( a mg / kg , i.p. 30 min before testing ) on learned helplessness was i.p. antagonized by ) ( 32 ) @DRUG$ synthesis inhibitor parachlorophenylalanine kg pCPA ; 150 mg / kg p.o.x3 / ) , which reduced brain 5 - HT 30 89 % and ( b) 5 - , ( 1A ) receptor antagonists , +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; 10 mg times ( , ) simultaneously min before flibanserin HT 15 40 mg / kg , s.c. or min before flibanserin ] and @DRUG$ ( by and 5 mg / kg , not 30 min before flibanserin ) ; ; ( mg ) 5 - HT ( 2 i.p. receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 c / kg ( s.c. 2.5 with flibanserin the .	The of flibanserin ( 32 mg / kg , i.p. 30 min before ) on learned helplessness was not antagonized the ( a ) @DRUG$ synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg kg p.o.x3 times ) , which reduced 5 - HT % ; ( b) - HT ( 1A ) receptor antagonists ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 mg / kg , i.p. 30 min before flibanserin , or 40 mg / kg , s.c. 15 min before flibanserin ] and @DRUG$ ( 2.5 and 5 mg / kg , i.p. 30 min before flibanserin ) and ( ) 5 - HT ( 2 ) receptor agonist +/-)-2,5-dimethoxy-4-iodoamphetamine DOI ; 3 mg / kg , s.c. with flibanserin .	Flibanserin did not antagonize the effect of parachlorophenylalanine on learned helplessness, which reduced brain 5-HT by 89%. 5-HT (1A) receptor antagonists (WAY100135) and @DRUG$ (2.5 and 5 mg/kg)	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of @DRUG$ 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, @DRUG$ oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A refresh of commercially uncommitted oral and injectable solution formulations disclose that the solubilizing excipients include pee - soluble organic solvents ( polyethylene glycol three hundred , polyethylene glycol 400 , ethanol , propylene glycol , glycerine , N-methyl -  - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor alt , Cremophor hypothalamic releasing hormone 40 , Cremophor hypothalamic releasing hormone lx , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate xx , polysorbate 80 , Solutol HS fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$ three hundred , 400 , or 1750 ) , pee - insoluble lipids ( castor oil , edible corn oil , cottonseed oil , @DRUG$ oil , arachis hypogaea oil , eucalyptus amygdalina oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chemical chain triglycerides of cocoanut oil and medal seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chemical chain mono- and diglycerides ) , diverse cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soya phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	, review of , available oral and injectable solution formulations reveals that the solubilizing chain include water ) soluble organic solvents ( polyethylene glycol 300 , , glycol 400 , ethanol , propylene d-alpha-tocopherol , glycerin , N-methyl - 2 - pyrrolidone polyethylene dimethylacetamide seed and dimethylsulfoxide 20 , , surfactants ( Cremophor EL d-alpha-tocopherol Cremophor RH 40 commercially Cremophor RH 60 , di-fatty polyethylene glycol 1000 succinate , polysorbate - , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 non-ionic Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and , ( esters of @DRUG$ 300 A beta-cyclodextrin , oleic 1750 ) beta-cyclodextrin water - insoluble lipids acid castor oil , corn oil glycol cottonseed oil , @DRUG$ oil , peanut oil , peppermint , medium- safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and , chain triglycerides of coconut oil and palm oil oil ) , organic liquids / semi-solids ( beeswax , , , or acid , medium- excipients mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- 400 , and sulfobutylether - , ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially oral and injectable formulations reveals that the solubilizing excipients include water - soluble solvents ( polyethylene glycol , polyethylene , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , RH , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , mono- and di-fatty acid esters of @DRUG$ 300 , 400 , or 1750 ) , water - insoluble lipids ( castor oil , corn oil , cottonseed oil , @DRUG$ oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of oil palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various ( alpha-cyclodextrin , , hydroxypropyl- beta-cyclodextrin , and - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , , L-alpha-dimyristoylphosphatidylglycerol )	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Oocytes expressing LAT1-4F2hc or LAT2-4F2hc demonstrated enhanced uptake of [(14)C]MeHg when administered as the L-@DRUG$ or D,L-homocysteine complexes, but not when administered @DRUG$ the D-cysteine, N -acetyl-L-cysteine, penicillamine or GSH complexes.	Oocytes show LAT1 - 4F2hc or LAT2 - 4F2 hc exhibit enhance uptake of [ ( fourteen ) C ] MeHg when administered as the L-@DRUG$ or D , L-homocysteine coordination compound , but not when administered @DRUG$ the D-cysteine , N - acetyl - L-cysteine , penicillamine or GSH coordination compound .	Oocytes the LAT1 - 4F2hc or LAT2 - 4F2 hc demonstrated enhanced uptake of [ ( , ) C ] MeHg when administered as the L-@DRUG$ or D , GSH complexes 14 but not when administered @DRUG$ expressing D-cysteine , , - acetyl - L-cysteine N penicillamine or L-homocysteine complexes .	Oocytes expressing LAT1 - 4F2hc or LAT2 - 4F2 hc demonstrated enhanced of [ 14 ) C MeHg when administered as the L-@DRUG$ or D , L-homocysteine complexes , but not when administered @DRUG$ the , N - acetyl - L-cysteine , penicillamine GSH complexes .	Oocytes expressing LAT1 - 4F2hc or LAT2 - 4F2 hc demonstrated enhanced uptake of [ ( 14 ) C ] MeHg when administered as the L-@DRUG$ or D , L-homocysteine complexes , but not when administered @DRUG$	0
0	METHODS: Using stable isotope technology and a stereospecific assay, we compared the pharmacokinetics and pharmacodynamics of intravenous (10 mg of d(7)-R /S -verapamil) and oral (240 mg of slow release (SR) d(0)-R /S -verapamil) @DRUG$ -verapamil and S -@DRUG$ after the first dose (day 1) and after 3 weeks (day 21) of continuous oral therapy in 8 patients with long-term atrial fibrillation.	METHODS : Using stalls isotope applied science and a stereospecific assay , we compared the pharmacokinetics and pharmacodynamics of endovenous ( 10 mg of d ( heptad ) - r / s - verapamil ) and viva voce ( 240 mg of slow release ( SR ) d( 0 ) - r / s - verapamil ) @DRUG$ - verapamil and s - @DRUG$ after the first dose ( day 1 ) and after  calendar week ( day 21 ) of continuous viva voce therapy in 8 patients with long-term atrial fibrillation .	METHODS : Using stable isotope technology 3 a and assay , we compared ( pharmacokinetics and pharmacodynamics of intravenous ( 10 mg of d S 7 release - continuous / the - verapamil ) and oral ( 240 mg of slow ) ( SR fibrillation 21 the ) - R / S - verapamil ) @DRUG$ - verapamil stereospecific S - @DRUG$ after 0 first dose ( day 1 ) and after and weeks ( day d( ) of R oral therapy in 8 patients with long-term atrial ) .	METHODS : Using stable isotope technology and a stereospecific assay , compared the pharmacokinetics and of ( 10 mg of d 7 ) - R / S - verapamil ) and oral ( 240 mg of slow release ( SR ) d( 0 ) - R / S - verapamil ) @DRUG$ - verapamil and S - @DRUG$ after the first dose ( day 1 ) and after 3 weeks ( day 21 ) of continuous oral therapy in 8 patients with long-term atrial fibrillation .	We found that the pharmacokinetics and pharmacodynamics of intravenous and oral @DRUG$-verapamil were not significantly different after the first dose or after 3 weeks of continuous oral therapy.	1
0	We cover nicotine replacement therapy (NRT), antidepressants (bupropion and nortriptyline), nicotine receptor partial agonists (varenicline and @DRUG$), anxiolytics, selective type 1 cannabinoid receptor antagonists (rimonabant), clonidine, lobeline, dianicline, @DRUG$, Nicobrevin, opioid antagonists, nicotine vaccines, and silver acetate.	We cover nicotine replacement therapy ( NRT ) , antidepressants ( bupropion and pamelor ) , nicotine receptor partial tone agonists ( varenicline and @DRUG$ ) , anxiolytics , selective type single cannabinoid receptor opposer ( rimonabant ) , catapres , lobeline , dianicline , @DRUG$ , Nicobrevin , opioid opposer , nicotine vaccines , and silver acetate .	We cover ( replacement therapy ( NRT ) , and nicotine bupropion and nortriptyline ) ) cannabinoid receptor partial agonists ( varenicline nicotine @DRUG$ , , anxiolytics , selective type 1 antidepressants receptor antagonists ( rimonabant ) , clonidine , lobeline , dianicline , @DRUG$ , Nicobrevin , opioid antagonists , nicotine vaccines , and silver acetate .	We cover nicotine replacement therapy ( NRT ) , ( bupropion , nicotine partial agonists ( varenicline and @DRUG$ ) , anxiolytics , selective type 1 cannabinoid receptor antagonists ( rimonabant ) , clonidine , lobeline , dianicline , @DRUG$ Nicobrevin antagonists , vaccines , silver acetate .	@DRUG$ is a type of drug that is used to treat @DRUG$, which is a type of drug that is used to treat nicotine addiction.	0
1	@DRUG$ was phased out of the Canadian market because it carried an unacceptable risk of causing lactic acidosis, but @DRUG$ remains available.	@DRUG$ was phased out of the canadian market because it expect an unacceptable risk of causing lactic acidosis , but @DRUG$ remains available .	@DRUG$ out phased because of the Canadian market was it carried an unacceptable risk of causing lactic acidosis , but @DRUG$ remains available .	@DRUG$ was phased out of the Canadian market because it carried an unacceptable risk of causing lactic acidosis , @DRUG$ remains available .	@DRUG$ was phased out of the Canadian market because it carried an unacceptable risk of causing lactic acidosis, but @DRUG$ remains available.	0
0	The study was conducted to evaluate the effects of romifidine alone (50 microg/kg) and a combination of romifidine (50 microg/kg) and @DRUG$ (2.5 @DRUG$/kg) after intrathecal administration in goats.	The survey was deport to evaluate the force of romifidine alone ( 50 microg / kg ) and a combination of romifidine ( 50 microg / kg ) and @DRUG$ ( 2.5 @DRUG$ / kg ) after intrathecal governing body in goats .	The intrathecal was conducted to evaluate the effects of romifidine / ( 50 microg alone kg ) and a combination of romifidine ( study / / kg ) and @DRUG$ ( 2.5 @DRUG$ microg kg ) after 50 administration in goats .	The study was evaluate the effects of romifidine alone ( 50 microg / kg ) a combination of romifidine ( 50 microg kg ) and @DRUG$ 2.5 @DRUG$ / kg ) after intrathecal administration in goats	The study was conducted to evaluate the effects of romifidine alone ( 50 microg / kg ) and a combination of romifidine ( 50 microg / kg ) and @DRUG$ ( 2.5 @DRUG$ / kg ) after intrathecal administration in goats ."DRUG	0
0	At the last evaluable assessment, outcome was successful in 162 (65%) patients assigned voriconazole and 87 (71%) assigned @DRUG$/fluconazole (@DRUG$=0.25).	astatine the last evaluable judgement , outcome was successful in 162 ( 65 % ) patients assigned voriconazole and 87 (  % ) assigned @DRUG$ / fluconazole ( @DRUG$ =0.25 ) .	, ( last evaluable assessment At outcome was successful ) 162 the 65 % in patients assigned voriconazole and 87 ( 71 % ) assigned @DRUG$ / fluconazole ( @DRUG$ =0.25 ) .	the last evaluable assessment , outcome was successful in 162 ( 65 % patients assigned voriconazole and ( 71 % ) assigned @DRUG$ fluconazole ( @DRUG$ =0.25 ) .	For every 100 patients who are given @DRUG$, 65 of them will be successful. For every 100 patients who are given @DRUG$, 71 of them will be successful.	0
0	hLAT1 also transports D-amino acids such @DRUG$ @DRUG$-leucine and D-phenylalanine.	hLAT1 also channelize D-amino acids such @DRUG$ @DRUG$ - leucine and D-phenylalanine .	such also transports D-amino acids hLAT1 @DRUG$ @DRUG$ - leucine and D-phenylalanine .	hLAT1 also transports D-amino acids such @DRUG$ @DRUG$ leucine and D-phenylalanine	hLAT1 also transports D-amino acids such as leucine and D-phenylalanine.	1
0	AUCinf values for l-methylphenidate were only approximately 1% of @DRUG$-methylphenidate (0.43, 0.96, and 1.82 @DRUG$.h/mL for the 18, 36, and 54 mg dose groups, respectively).	AUCinf values for l-methylphenidate were only approximately ace % of @DRUG$ - methylphenidate ( 0.43 , 0.96 , and 1.82 @DRUG$.h/ mL for the eighteen , 36 , and 54 mg dose groups , severally ) .	AUCinf and , l-methylphenidate were only approximately 1 % of @DRUG$ - methylphenidate ( 0.43 mg 0.96 , values 1.82 @DRUG$.h/ mL for the 18 , 36 for and 54 , dose groups , respectively ) .	for l-methylphenidate were only approximately 1 % of methylphenidate ( , 0.96 , and 1.82 mL for the 18 , 36 , and 54 mg dose groups , respectively ) .	For every 1 mg of @DRUG$, there is only approximately 0.043 mg of @DRUG$.	0
0	Fosamprenavir or atazanavir once daily boosted with ritonavir 100 @DRUG$, plus tenofovir/@DRUG$, for the initial treatment of HIV infection: 48-week results of ALERT.	Fosamprenavir or atazanavir once casual boosted with ritonavir one c @DRUG$ , plus tenofovir / @DRUG$ , for the initial treatment of HIV infection : forty eight - week results of ALERT .	Fosamprenavir or atazanavir with daily boosted once ritonavir 100 @DRUG$ treatment plus tenofovir / @DRUG$ , for the initial ALERT of HIV infection : 48 - week results of , .	Fosamprenavir or atazanavir once daily boosted ritonavir 100 @DRUG$ , plus tenofovir / @DRUG$ , for the initial treatment HIV infection : - week of ALERT .	Fosamprenavir or atazanavir once daily boosted with ritonavir 100 @DRUG$ , plus tenofovir / @DRUG$ , for the initial treatment of HIV infection : 48 - week results of ALERT ."DRUGA is the drug f	0
0	The results of phase III studies evaluating @DRUG$ @DRUG$ first- or second-line therapy, or in combination with other commonly prescribed therapies in multiple myeloma patients, are eagerly awaited.	The final result of phase III studies value @DRUG$ @DRUG$ first - or second- line therapy , or in combination with other commonly ordained therapies in multiple myeloma patients , are eagerly awaited .	The results of phase III studies or @DRUG$ @DRUG$ first - evaluating line second- therapy , or patients combination with other commonly prescribed therapies in multiple myeloma in , are eagerly awaited .	The results of phase III evaluating @DRUG$ @DRUG$ first or second- line therapy , or in combination with other commonly therapies in multiple myeloma patients , are eagerly awaited .	We are eagerly awaiting the results of phase III studies evaluating @DRUG$ @DRUG$ first - or second- line therapy , or in combination with other commonly prescribed therapies in multiple myeloma patients .	0
0	Secondary hyperparathyroidism (SHPT) develops as a result of impaired calcium homeostasis when the failing kidneys disturb the complicated interactions between @DRUG$ (PTH), @DRUG$, phosphorus, and vitamin D. Twelve years ago, the calcium-sensing receptor (CaR) of the parathyroid gland was first cloned and identified as the principal regulator of PTH secretion.	Secondary hyperparathyroidism ( SHPT ) develops as a resultant role of impaired calcium homeostasis when the fail kidneys disturb the complicated interaction between @DRUG$ ( PTH ) , @DRUG$ , phosphorus , and vitamin D. Twelve years agone , the calcium - sensing receptor ( CaR ) of the parathyroid gland was first cloned and identified as the master regulator of PTH secernment .	identified interactions ( gland Secondary develops as , result of impaired calcium homeostasis when the failing kidneys disturb the complicated hyperparathyroidism between @DRUG$ ( PTH ) Twelve @DRUG$ a phosphorus , and vitamin D. , years ago , the calcium - sensing receptor ( CaR ) of the parathyroid SHPT was first cloned and ) as the principal regulator of PTH secretion .	Secondary hyperparathyroidism ( SHPT ) develops as a result of impaired calcium homeostasis when the failing kidneys disturb the complicated interactions between @DRUG$ ( ) @DRUG$ phosphorus , and vitamin Twelve years ago , the calcium - receptor ( CaR ) of the parathyroid gland was first cloned and identified as the principal regulator of PTH secretion .	Secondary hyperparathyroidism ( SHPT ) develops as a result of impaired calcium homeostasis when the failing kidneys disturb the complicated interactions between @DRUG$ ( PTH ) and @DRUG$ ( phosphorus and vitamin D ). Twelve years ago , the calcium - sensing receptor ( CaR )	0
0	The minimal effective dosages in combination were established as 10 mg of @DRUG$ and 1 @DRUG$ of praziquantel/kg of body weight.	The minimal effective dosages in combination were established as 10 mg of @DRUG$ and single @DRUG$ of praziquantel / kilo of body weight .	The kg effective dosages in combination were established as 10 mg of @DRUG$ and 1 @DRUG$ of praziquantel / body of minimal weight .	The effective in combination were established mg of @DRUG$ 1 @DRUG$ of praziquantel / kg body weight .	The combination of 10 mg of @DRUG$ and 1 @DRUG$ of praziquantel / kg of body weight was found to be the minimal effective dosages.	0
0	The rate of the reaction, measured as oxygen consumption and formation of thiobarbituric acid reactive substances, was biphasic @DRUG$ a function of @DRUG$ concentration, reaching a maximum at low NADH concentrations and then declining.	The rate of the reaction , appraise as oxygen consumption and formation of thiobarbituric acidulent responsive substances , was biphasic @DRUG$ a function of @DRUG$ concentration , reaching a maximum at low NADH concentrations and then declining .	The rate , the reaction of measured as low consumption and NADH of thiobarbituric acid reactive substances , was biphasic @DRUG$ a function of @DRUG$ concentration , reaching a maximum at oxygen formation concentrations and then declining .	The rate of the reaction , measured oxygen consumption and of thiobarbituric acid reactive substances , was biphasic @DRUG$ function of @DRUG$ concentration , reaching a maximum at low NADH and then declining .	The reaction rate (measured by oxygen consumption and formation of thiobarbituric acid reactive substances) is highest at low concentrations of NADH, and then declines.	1
1	WHAT IS ALREADY KNOWN ABOUT THIS SUBJECT: * The viral protease inhibitor @DRUG$ is known to inhibit clearance of intravenous @DRUG$.	WHAT IS already do it ABOUT THIS SUBJECT : * The viral protease inhibitor @DRUG$ is known to inhibit clearance of intravenous @DRUG$ .	* IS ALREADY KNOWN ABOUT THIS SUBJECT : of The viral protease inhibitor @DRUG$ is known to inhibit clearance WHAT intravenous @DRUG$ .	WHAT IS ALREADY KNOWN ABOUT THIS SUBJECT : * viral protease inhibitor @DRUG$ is known to inhibit clearance intravenous @DRUG$ .	@DRUG$ inhibits the clearance of @DRUG$.	0
0	The HPLC separation was carried out by reversed phase chromatography on a C-18 absorbosphere column (150 x 4.6 mm i.@DRUG$. 5 microm particle size) with a phase composed of sodium acetate (pH 4.7; 0.1 @DRUG$): acetonitrile (60:40, v/v; pH 5.0), pumped isocratically at a flow rate of 1.5 ml min(-1).	The HPLC interval was carried out by reversed phase angle chromatography on a C-18 absorbosphere column ( one hundred fifty x 4.6 millimetre i.@DRUG$ . 5 microm speck size ) with a phase angle composed of sodium acetate rayon ( pH 4.7 ; 0.1 @DRUG$ ) : acetonitrile ( 60:40 , v/v ; pH 5.0 ) , pumped isocratically at a flow rate of 1.5 ml min ( - 1 ) .	The HPLC separation was carried out by reversed phase chromatography on a C-18 absorbosphere a ( 150 x 4.6 mm phase . ( microm particle v/v : with column i.@DRUG$ composed of sodium acetate ( pH 4.7 ; 0.1 flow ) ) acetonitrile 5 60:40 , size ; pH 5.0 ) , pumped isocratically at a @DRUG$ rate of 1.5 ml min ( - 1 ) .	The HPLC separation was carried out by reversed phase chromatography on a C-18 absorbosphere column ( 150 x 4.6 . 5 microm particle size ) with a phase composed of sodium acetate ( pH 4.7 ; @DRUG$ ) : acetonitrile 60:40 , v/v pH 5.0 ) , pumped isocratically at a flow rate of 1.5 ml min ( - 1 ) .	The HPLC separation was carried out by reversed phase chromatography on a C-18 absorbosphere column ( 150 x 4.6 mm i.@DRUG$ . 5 microm particle size ) with a phase composed of sodium acetate ( pH 4.7 ; 0.1 @DRUG$ )	0
1	Among the approximately 35 BZDs available, a select few are used for the management of seizures and epilepsy: clobazam, @DRUG$, clorazepate, diazepam, @DRUG$ and midazolam.	Among the approximately xxxv BZDs available , a select few are habituate for the management of seizure and epilepsy : clobazam , @DRUG$ , clorazepate , diazepam , @DRUG$ and midazolam .	Among the BZDs 35 , available , management select few are used for the a of seizures and epilepsy : clobazam , @DRUG$ approximately clorazepate , diazepam , @DRUG$ and midazolam .	Among the approximately 35 BZDs available , a select few are used for the management of seizures and epilepsy : clobazam , @DRUG$ , clorazepate , diazepam , @DRUG$ and midazolam .	Of the approximately 35 BZDs available, a select few are used for the management of seizures and epilepsy: clobazam, clorazepate, diazepam, midazolam, and @DRUG$.	1
0	Experiments on the structure-function relationships of recombinant K(ATP) channels and the phenotypes of mice deficient in different K(ATP) channel subunits have provided important insights into the mechanisms underlying sulphonylurea selectivity, and the potential consequences of @DRUG$(@DRUG$) channel blockade outside the pancreatic beta cell.	experimentation on the structure -function relationships of recombinant K( ATP ) channels and the phenotypes of mice deficient in different K( ATP ) channel fractional monetary unit have provided important insights into the mechanics rudimentary sulphonylurea selectivity , and the potential consequences of @DRUG$ ( @DRUG$ ) channel blockade outside the pancreatic genus beta cell .	of on the structure -function in of recombinant K( ATP ) channels and the phenotypes Experiments mice deficient relationships different K( ATP cell channel subunits have provided important blockade into the mechanisms underlying ( selectivity , and the potential consequences of @DRUG$ sulphonylurea @DRUG$ ) channel insights outside the pancreatic beta ) .	Experiments on the structure -function relationships recombinant ATP ) channels and phenotypes of deficient in different K( ATP ) channel subunits have provided important insights into the mechanisms underlying sulphonylurea selectivity , and the potential consequences of @DRUG$ ( @DRUG$ ) channel blockade outside the pancreatic beta cell .	The structure and function of recombinant K( ATP ) channels, as well as the phenotypes of mice deficient in different K( ATP ) channel subunits, has provided important insights into the mechanisms underlying sulphonylurea selectivity and the potential consequences of @DRUG$ ( @DRUG$ )	0
0	@DRUG$ 150 @DRUG$ could not be distinguished from placebo, though ibuprofen 400 mg was distinguished from placebo.	@DRUG$ cl @DRUG$ could not be distinguished from placebo , though ibuprofen 400 mg was distinguished from placebo .	@DRUG$ 150 @DRUG$ could not be distinguished from placebo , placebo ibuprofen 400 mg was distinguished from though .	@DRUG$ 150 @DRUG$ could not be distinguished from placebo , though ibuprofen mg was distinguished from placebo	@DRUG$ 150 @DRUG$ was no different from placebo when both were taken, but ibuprofen 400 mg was better than placebo .	0
0	This work describes the single adsorption of seven pharmaceuticals (carbamazepine, oxazepam, sulfamethoxazole, piroxicam, cetirizine, @DRUG$ and paroxetine) from @DRUG$ onto a commercially available activated carbon and a non-activated carbon produced by pyrolysis of primary paper mill sludge.	This work describes the i surface assimilation of seven pharmaceuticals ( carbamazepine , oxazepam , sulfamethoxazole , piroxicam , cetirizine , @DRUG$ and paroxetine ) from @DRUG$ onto a commercially available activated atomic number  and a non-activated atomic number  produced by pyrolysis of primary paper john stuart mill sludge .	This work describes onto single adsorption of seven pharmaceuticals ( carbamazepine , oxazepam , a , piroxicam , cetirizine pyrolysis @DRUG$ and paroxetine ) from @DRUG$ the a commercially available activated carbon and , non-activated carbon produced by sulfamethoxazole of primary paper mill sludge .	This work the single adsorption of seven pharmaceuticals ( carbamazepine , oxazepam , sulfamethoxazole , , cetirizine @DRUG$ and paroxetine ) from @DRUG$ onto commercially available activated carbon and a non-activated carbon by pyrolysis of primary paper mill sludge .	The pharmaceuticals carbamazepine, oxazepam, sulfamethoxazole, piroxicam, cetirizine, @DRUG$, and paroxetine were adsorbed singly from @DRUG$ onto a commercially available activated carbon and a non	0
0	Significant differences in daily food intake were observed in gerbils administered 2% FM-VP4 in the drinking water and 4% @DRUG$ in the diet and drinking @DRUG$ groups compared to controls.	Significant differences in daily food consumption were observed in gerbils administered 2 % FM - VP4 in the drinking water and 4 % @DRUG$ in the dieting and drinking @DRUG$ groups compared to master .	Significant differences in daily food intake were observed 4 gerbils administered 2 % drinking - VP4 in the drinking water and % in @DRUG$ in the diet and FM @DRUG$ groups compared to controls .	Significant in daily food intake were observed in gerbils administered 2 % FM - VP4 in the drinking water and 4 % @DRUG$ in diet and drinking @DRUG$ groups compared to controls .	Gerbils that drank water containing 2% FM-VP4 ate significantly less food than those that drank water without the drug, and gerbils that ate food containing 4% @DRUG$ ate significantly less food than those that ate food without the drug.	1
0	Pegvaliase, PEGylated recombinant Anabaena variabilis phenylalanine ammonia lyase (PAL), converts @DRUG$ to trans-cinnamic acid and @DRUG$, and is a potential enzyme substitution therapy to lower blood Phe in adults with PKU.	Pegvaliase , PEGylated recombinant Anabaena variabilis phenylalanine ammonia lyase ( PAL ) , converts @DRUG$ to trans-cinnamic acid and @DRUG$ , and is a electric potential enzyme substitution therapy to low blood Phe in adult with PKU .	Pegvaliase , PEGylated recombinant to variabilis phenylalanine ammonia lyase ( PAL ) , converts @DRUG$ Anabaena trans-cinnamic acid and @DRUG$ , and is a to enzyme substitution therapy adults lower blood Phe in potential with PKU .	Pegvaliase , recombinant Anabaena variabilis phenylalanine ammonia lyase PAL ) , converts @DRUG$ to trans-cinnamic acid and @DRUG$ is a potential substitution therapy to lower blood Phe in adults with .	Pegvaliase converts @DRUG$ to trans-cinnamic acid and @DRUG$, and is a potential enzyme substitution therapy to lower blood Phe in adults with PKU.	0
1	Various basic drugs, and warfarin also, at 50 microM displace prazosin 10 microM from its binding site on alpha 1-AGP and reduce the @DRUG$-spectra at 255 nm by 26% (disopyramide), 52% (mepivacaine), about 70% (@DRUG$, biperiden), and 90-100% (trihexyphenidyl, warfarin).	various basic drugs , and warfarin also , at 50 microM displace minipress 10 microM from its book binding site on alpha one - AGP and reduce the @DRUG$ - spectra at 255 nm by 26 % ( disopyramide ) , lii % ( mepivacaine ) , about 70 % ( @DRUG$ , biperiden ) , and xc - 100 % ( trihexyphenidyl , warfarin ) .	Various basic drugs , and 1 also 10 at 50 microM displace prazosin from microM , its binding site on alpha warfarin - AGP and reduce the @DRUG$ ) spectra at 255 nm by ) % ( disopyramide ) , 52 % ( mepivacaine 26 , about 70 % ( @DRUG$ , biperiden ) , and 90 - 100 % - trihexyphenidyl , warfarin ( .	Various basic drugs , and also , at 50 microM displace prazosin 10 microM from its binding site on alpha 1 - AGP and reduce the @DRUG$ - spectra at nm by 26 % ( disopyramide , 52 % ( mepivacaine ) , about 70 % @DRUG$ , biperiden ) , and 90 - 100 % ( trihexyphenidyl , warfarin ) .	Various basic drugs , and warfarin also , at 50 microM displace prazosin 10 microM from its binding site on alpha 1 - AGP and reduce the @DRUG$ - spectra at 255 nm by 26 % ( disopyramide ) , 52 % ( mep	1
0	Six hundred nineteen adult women undergoing open abdominal surgery were randomly assigned in equal ratios to 1 of 6 study arms: oral rolapitant in 5-mg, 20-mg, 70-mg, or 200-mg doses; IV @DRUG$ 4 @DRUG$; or placebo, stratified by history of PONV or motion sickness.	Six  nineteen adult women undergoing open abdominal muscle surgery were randomly assigned in equal ratio to 1 of half dozen study weapon : oral rolapitant in 5 - mg , 20 - mg , 70 - mg , or 200 - mg doses ; IV @DRUG$ 4 @DRUG$ ; or placebo , stratify by history of PONV or motion sickness .	of hundred nineteen adult women undergoing open abdominal surgery were randomly assigned in equal ratios to ; Six 6 study arms : oral rolapitant mg 5 , mg by 20 - mg , 70 - in - or 200 - mg doses 1 IV @DRUG$ 4 @DRUG$ ; or placebo , stratified , history of PONV or motion sickness .	Six hundred nineteen adult women undergoing open abdominal surgery were randomly assigned in equal ratios to 1 of 6 study : oral in 5 - mg , 20 - mg , 70 - mg , 200 - mg doses ; IV @DRUG$ 4 @DRUG$ ; or placebo , stratified by history of PONV or sickness .	Six hundred nineteen adult women undergoing open abdominal surgery were randomly assigned in equal ratios to 1 of 6 study arms : oral rolapitant in 5 - mg , 20 - mg , 70 - mg , or 200 - mg doses ; IV @DRUG$ 4 @DRUG$ ; or placebo , stratified by	0
0	Proteinuria three days after discontinuing the treatment with benazepril was 532.4 +/- 113.5, (p < 0.01), with @DRUG$: 561.3 +/- 128.5, (@DRUG$ < 0.01), and with captopril: 620.8 +/- 101.8, p = n.s. Post exercise proteinuria prior to treatment (mg/min.	Proteinuria three twenty four hours after discontinuing the treatment with benazepril was 532.4 +/- 113.5 , ( phosphorus < 0.01 ) , with @DRUG$ : 561.3 +/- 128.5 , ( @DRUG$ < 0.01 ) , and with captopril : 620.8 +/- 101.8 , phosphorus = n.s . mail exercise proteinuria anterior to treatment ( magnesium / min .	with , days treatment was the after Proteinuria benazepril discontinuing 532.4 +/- 113.5 , ( p < 0.01 ) , with @DRUG$ : 561.3 +/- 128.5 , ( @DRUG$ < 0.01 ) , and with captopril : 620.8 +/- 101.8 three p exercise n.s . Post = proteinuria prior to treatment ( mg / min .	Proteinuria three days after discontinuing the with benazepril was 532.4 113.5 , ( p < 0.01 ) , with @DRUG$ : 561.3 +/- 128.5 , ( @DRUG$ < 0.01 ) , and with captopril : 620.8 +/- 101.8 , p = n.s . Post exercise proteinuria prior ( mg / min .	Proteinuria three days after discontinuing the treatment with benazepril was 532.4 +/- 113.5 , ( p < 0.01 ) , with @DRUG$ : 561.3 +/- 128.5 , ( @DRUG$ < 0.01 ) , and with capt	0
0	The cardioselectivity and hypotensive properties of the beta 1-specific beta-blocker bisoprolol were investigated using a single-dose comparison of 10 and 20 mg bisoprolol, 100 @DRUG$ @DRUG$, and placebo in 12 hypertensive asthmatic patients.	The cardioselectivity and hypotensive properties of the beta 1 - specific beta- blocker bisoprolol were investigated using a single - dose compare of  and xx mg bisoprolol , 100 @DRUG$ @DRUG$ , and placebo in 12 hypertensive asthmatic patient .	using cardioselectivity and dose properties of patients beta 1 - specific beta- blocker bisoprolol were investigated The a single - hypotensive and of 10 comparison 20 mg bisoprolol , 100 @DRUG$ @DRUG$ , and placebo in 12 hypertensive asthmatic the .	The cardioselectivity and hypotensive of the beta 1 specific beta- blocker bisoprolol were investigated using a single - dose comparison of 10 and 20 bisoprolol , 100 @DRUG$ @DRUG$ , and placebo in 12 hypertensive asthmatic patients .	The cardioselectivity and hypotensive properties of the beta 1 - specific beta- blocker bisoprolol were investigated using a single - dose comparison of 10 and 20 mg bisoprolol , 100 @DRUG$ @DRUG$ , and placebo in 12 hypertensive asthmatic patients .	0
0	The paroxetine, fluoxetine, and sertraline groups differed significantly (p < 0.001, p < 0.001, p = 0.017, respectively) from placebo but the @DRUG$ group did not (@DRUG$ = 0.38).	The paroxetine , prozac , and sertraline groups differed importantly ( p < 0.001 , p < 0.001 , p = 0.017 , severally ) from placebo but the @DRUG$ group did not ( @DRUG$ = 0.38 ) .	fluoxetine paroxetine , not , and sertraline groups differed significantly ( p < 0.001 , p < 0.001 , p = 0.017 The respectively ) from placebo but the @DRUG$ group did , ( @DRUG$ = 0.38 ) .	The paroxetine , fluoxetine , and sertraline differed significantly ( p < 0.001 , p < 0.001 , p = 0.017 , respectively from placebo but the @DRUG$ group did not ( @DRUG$ = 0.38 ) .	The paroxetine, fluoxetine, and sertraline groups differed significantly from placebo but the @DRUG$ group did not.	1
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, @DRUG$, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, @DRUG$, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method allow for the spying of healing immersion of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic caustic , @DRUG$ , dolobid , etodolac , fenbufen , fenoprofen , flufenamic caustic , flurbiprofen , nuprin , indometacin , kebuzone , ketoprofen , lonazolac , @DRUG$ , mefenamic caustic , mofebutazone , naproxen , niflumic caustic , phenylbutazone , suxibuzone , tiaprofenic caustic , tolfenamic caustic , and tolmetin in urine samples .	This lonazolac , the detection , tiaprofenic concentrations of acemetacin , acetaminophen ( paracetamol ) naproxen acetylsalicylic acid , @DRUG$ , diflunisal , allowed , fenbufen , fenoprofen , flufenamic acid of flurbiprofen , niflumic , indometacin , kebuzone , ketoprofen , method , @DRUG$ , mefenamic acid , mofebutazone , , etodolac ibuprofen acid , phenylbutazone , suxibuzone , therapeutic acid , tolfenamic acid , and tolmetin in urine samples .	This method allowed the detection therapeutic concentrations of acemetacin , acetaminophen paracetamol ) acetylsalicylic acid , @DRUG$ , diflunisal , etodolac , fenbufen , fenoprofen flufenamic acid , , ibuprofen , , kebuzone , ketoprofen , lonazolac , @DRUG$ , mefenamic acid , mofebutazone , naproxen , niflumic acid , , suxibuzone , tiaprofenic acid tolfenamic acid and in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, @DRUG$, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic	1
0	Because of its lack of affinity for receptors of 5-HT, NE, DA, acetylcholine, histamine and naloxone, and its ability to inhibit @DRUG$ and @DRUG$ uptake simultaneously, LY248686 has a favorable pharmacological profile as a potential antidepressant drug.	Because of its lack of phylogenetic relation for receptors of 5 - HT , NE , DA , acetylcholine , histamine and naloxone , and its ability to inhibit @DRUG$ and @DRUG$ uptake simultaneously , LY248686 has a prosperous pharmacologic visibility as a potential antidepressant drug .	Because of its lack of affinity drug receptors of 5 histamine HT , NE , DA , acetylcholine antidepressant - and naloxone , and its has to inhibit @DRUG$ and @DRUG$ uptake simultaneously , LY248686 ability a favorable pharmacological profile as a potential , for .	Because of its lack of affinity for of 5 - HT , NE , , acetylcholine , histamine and naloxone , and its inhibit @DRUG$ and @DRUG$ uptake simultaneously , LY248686 has a favorable pharmacological profile as a potential antidepressant .	LY248686 has a favorable pharmacological profile as a potential antidepressant drug because it lacks affinity for receptors of 5 - HT, NE, DA, acetylcholine, histamine and naloxone, and it is able to inhibit @DRUG$ and @DRUG$ uptake simultaneously.	0
0	In conclusion, @DRUG$ compared to FFP, the use of @DRUG$ for warfarin reversal was associated with a significant reduction in all-cause mortality, more rapid INR reduction, and less volume overload without an increased risk of thromboembolic events.	indiana conclusion , @DRUG$ compared to FFP , the use of @DRUG$ for coumadin reversal was associated with a significant reduction in all - effort mortality , more rapid INR reduction , and less volume overload without an increased risk of thromboembolic issue .	events conclusion , @DRUG$ compared to FFP , the use of @DRUG$ for warfarin volume was associated with a significant reduction in INR - cause mortality , more rapid all reduction , and less reversal overload thromboembolic an increased risk of without In .	conclusion , @DRUG$ compared to FFP , the use of @DRUG$ for warfarin reversal was associated with significant in all - cause mortality , more INR reduction , and less overload without an increased risk of thromboembolic .	@DRUG$ is better than FFP for warfarin reversal, resulting in a significant reduction in all-cause mortality, more rapid INR reduction, and less volume overload without an increased risk of thromboembolic events.	1
1	Bromazepam pharmacokinetics: influence of age, gender, oral contraceptives, @DRUG$, and @DRUG$.	Bromazepam pharmacokinetics : influence of age , gender , oral preventative , @DRUG$ , and @DRUG$ .	Bromazepam pharmacokinetics : influence of age , gender , oral contraceptives , @DRUG$ , and @DRUG$ .	Bromazepam pharmacokinetics : influence of age , gender , contraceptives , @DRUG$ , and @DRUG$ .	The pharmacokinetics of bromazepam (how the drug is absorbed, distributed, metabolized, and excreted) can be affected by a person's age, gender, whether they are taking oral contraceptives, and which other drugs they are taking.	1
1	Voriconazole versus a regimen of @DRUG$ followed by @DRUG$ for candidaemia in non-neutropenic patients: a randomised non-inferiority trial.	Voriconazole versus a regime of @DRUG$ followed by @DRUG$ for candidaemia in non-neutropenic patients : a randomized non-inferiority trial .	Voriconazole versus randomised regimen of @DRUG$ followed by @DRUG$ for candidaemia in non-neutropenic patients trial a a non-inferiority : .	Voriconazole versus a regimen of @DRUG$ followed by @DRUG$ for candidaemia in non-neutropenic patients : a randomised non-inferiority .	Voriconazole versus a regimen of @DRUG$ followed by @DRUG$ for candidaemia in non-neutropenic patients : a randomised non-inferiority trial ."DRUGA is the drug Voriconazole, and DRUGB is the	0
1	In clinical studies, @DRUG$ has demonstrated comparable antidepressant activity to other drug classes, including tricyclic antidepressants (TCAs), selective @DRUG$ reuptake inhibitors (SSRIs) and serotonin-noradrenaline (norepinephrine) reuptake inhibitors (SNRIs).	indium clinical studies , @DRUG$ has demonstrated corresponding antidepressant activity to other drug classes , including tricyclic antidepressant drug antidepressants ( TCAs ) , selective @DRUG$ reuptake inhibitors ( selective serotonin reuptake inhibitor ) and serotonin-noradrenaline ( norepinephrine ) reuptake inhibitors ( SNRIs ) .	In clinical studies , @DRUG$ classes demonstrated comparable antidepressant activity ) other drug has , including ) antidepressants ( TCAs ) , selective @DRUG$ reuptake inhibitors ( SSRIs and ) serotonin-noradrenaline ( norepinephrine to reuptake inhibitors ( SNRIs tricyclic .	In studies , @DRUG$ has demonstrated comparable antidepressant activity other drug classes , including tricyclic antidepressants ( TCAs ) , selective @DRUG$ reuptake inhibitors ( SSRIs and serotonin-noradrenaline ( norepinephrine ) inhibitors ( SNRIs ) .	@DRUG$ has been shown to be just as effective as other antidepressant drugs in clinical studies, including tricyclic antidepressants, selective serotonin reuptake inhibitors, and serotonin-noradrenaline reuptake inhibitors.	1
0	@DRUG$ a result, CaM may inhibit @DRUG$ permeation through NMDARs.	@DRUG$ a result , CaM crataegus oxycantha inhibit @DRUG$ permeation through NMDARs .	@DRUG$ may result , CaM a inhibit @DRUG$ permeation through NMDARs .	@DRUG$ a result , CaM may inhibit @DRUG$ permeation through NMDARs .	@DRUG$ can be a result of @DRUG$ activity, and CaM may inhibit DRUGB permeation through NMDARs.	0
0	Piperaquine-based ACT began as China-Vietnam 4 (CV4): dihydroartemisinin [DHA], trimethoprim, piperaquine phosphate and @DRUG$ phosphate), which was followed by CV8 (the same components as CV4 but in increased quantities), Artecom (in which primaquine was omitted) and Artekin or Duo-Cotecxin (DHA and piperaquine @DRUG$ only).	Piperaquine - establish do began as China-Vietnam  ( CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine phosphate and @DRUG$ phosphate ) , which was postdate by CV8 ( the same portion as CV4 but in increase quantities ) , Artecom ( in which primaquine was omitted ) and Artekin or Duo-Cotecxin ( DHA and piperaquine @DRUG$ only ) .	Piperaquine - based 4 began as China-Vietnam ACT ( CV4 ) : dihydroartemisinin [ omitted ] but trimethoprim , piperaquine phosphate and @DRUG$ phosphate ) CV8 which was followed by DHA ( the same components as CV4 which in increased quantities ) , Artecom ( in , primaquine was , ) and Artekin or Duo-Cotecxin ( DHA and piperaquine @DRUG$ only ) .	Piperaquine - based ACT began as China-Vietnam 4 CV4 ) : dihydroartemisinin DHA ] , trimethoprim , piperaquine phosphate @DRUG$ phosphate ) , which was by CV8 ( the same components as CV4 but in increased ) , Artecom in which primaquine was omitted ) and Artekin or Duo-Cotecxin ( DHA and piperaquine @DRUG$ only )	Piperaquine - based ACT began as China-Vietnam 4 ( CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine phosphate and @DRUG$ phosphate ) , which was followed by CV8 ( the same components as	1
0	METHODS: In this prospective study, 60 migraine patients without aura were randomly assigned to @DRUG$ XR 75 mg, venlafaxine XR 150 @DRUG$, or placebo.	method acting : In this prospective study , 60 migraine patient without aura were randomly assigned to @DRUG$ XR 75 mg , venlafaxine XR 150 @DRUG$ , or placebo .	METHODS without In this prospective study , 60 migraine patients 150 aura were randomly assigned to @DRUG$ XR 75 mg , venlafaxine XR : @DRUG$ , or placebo .	METHODS : In this prospective study , 60 migraine patients without aura were randomly assigned to @DRUG$ XR 75 mg , venlafaxine XR 150 @DRUG$ or placebo	60 migraine patients without aura were randomly assigned to @DRUG$ XR 75 mg, venlafaxine XR 150 mg, or placebo.	1
0	The clearance, volume of distribution, and terminal half-life estimates from population pharmacokinetic (PopPK) analysis of 0.200 L/day, 6.91 @DRUG$, and 27 days, respectively, were @DRUG$ expected for an IgG1.	The clearance , mass of distribution , and terminal half - life estimates from universe pharmacokinetic ( PopPK ) analysis of 0.200 L / clarence day , 6.91 @DRUG$ , and 27 days , severally , were @DRUG$ expected for an IgG1 .	The clearance , volume of distribution , and terminal , - life estimates ) population pharmacokinetic ( PopPK , analysis and 0.200 L / day from 6.91 @DRUG$ , of 27 days half respectively , were @DRUG$ expected for an IgG1 .	The clearance , volume of distribution , and terminal half - life estimates from population pharmacokinetic ( PopPK ) analysis of 0.200 L / , @DRUG$ , and days , respectively were @DRUG$ expected for an IgG1 .	The clearance , volume of distribution , and terminal half - life estimates from population pharmacokinetic ( PopPK ) analysis of 0.200 L / day , 6.91 @DRUG$ , and 27 days , respectively , were @DRUG$ expected for an IgG1 ."This means that	0
0	The three IDH isoforms (nicotinamide @DRUG$ dinucleotide phosphate-dependent IDH1 and IDH2, and @DRUG$ adenine dinucleotide-dependent IDH3) contribute to regulating the circuitry of central metabolism.	The triad IDH isoforms ( nicotinamide @DRUG$ dinucleotide orthophosphate - dependent IDH1 and IDH2 , and @DRUG$ adenine dinucleotide - dependent IDH3 ) bring to regulating the circuitry of central metabolism .	The three IDH isoforms ( nicotinamide @DRUG$ dinucleotide - - dependent IDH1 and dinucleotide , and @DRUG$ adenine IDH2 to dependent IDH3 ) contribute phosphate regulating the circuitry of central metabolism .	The three IDH isoforms ( nicotinamide @DRUG$ dinucleotide phosphate dependent IDH1 and IDH2 , and @DRUG$ adenine dinucleotide - dependent IDH3 ) contribute to regulating of central metabolism .	The three IDH isoforms ( nicotinamide @DRUG$ dinucleotide phosphate - dependent IDH1 and IDH2 , and @DRUG$ adenine dinucleotide - dependent IDH3 ) regulate the circuitry of central metabolism .	0
0	To investigate the effects of zopiclone on the central nervous system, we examined the effects of zopiclone on brain monoamines such as @DRUG$ (DA), noradrenaline (NA) and serotonin (5-HT) and their metabolites such @DRUG$ homovanillic acid (HVA) and 5-hydroxyindoleacetic acid (5-HIAA), as well as locomotor activity in comparison with those of nitrazepam and flurazepam.	To investigate the issue of zopiclone on the fundamental nervous system , we examined the issue of zopiclone on psyche monoamine such as @DRUG$ ( da ) , noradrenaline ( NA ) and  hydroxytryptamine ( 5 - HT ) and their metabolites such @DRUG$ homovanillic acid ( HVA ) and 5 - hydroxyindoleacetic acid ( 5 - HIAA ) , as well as locomotor activity in comparison with those of nitrazepam and dalmane .	To examined the effects of zopiclone on the central activity system and we investigate the effects of zopiclone 5 brain monoamines such as @DRUG$ ( DA ) , noradrenaline ( NA ) and serotonin HIAA 5 - HT ) , their metabolites such @DRUG$ homovanillic acid ( HVA ) and on - hydroxyindoleacetic acid ( 5 - ( ) , as well as locomotor nervous of comparison with flurazepam in nitrazepam and those .	To investigate the effects of on the central system , we examined the effects of zopiclone on brain monoamines such as @DRUG$ ( DA ) ( NA ) and serotonin ( 5 - HT ) and their metabolites such @DRUG$ homovanillic acid ( HVA ) - hydroxyindoleacetic acid ( 5 - HIAA , as well as in comparison with those of nitrazepam and .	Zopiclone affects brain monoamines such as DA, NA, and 5-HT, as well as their metabolites such as HVA and 5-HIAA, and also affects locomotor activity.	1
0	PROCEDURES: Cats were given saline (0.9% NaCl) solution followed by @DRUG$ alone (100 microg/kg [45.4 microg/lb], i.m.), saline solution followed by a combination of romifidine (40 microg/kg [18.1 microg/lb], i.m.) and butorphanol (0.2 mg/kg [0.09 mg/lb], i.@DRUG$.), or atropine (0.04 mg/kg [0.02 mg/lb], s.c.) followed by romifidine (40 microg/kg, i.m.) and butorphanol (0.2 mg/kg, i.m.).	operation : big cat were given saline solution ( 0.9 % NaCl ) solvent followed by @DRUG$ unequalled ( one hundred microg / kilogram [ 45.4 microg / pound ] , i.m. ) , saline solution solvent followed by a combination of romifidine ( twoscore microg / kilogram [ 18.1 microg / pound ] , i.m. ) and butorphanol ( 0.2 magnesium / kilogram [ 0.09 magnesium / pound ] , i.@DRUG$ . ) , or atropine ( 0.04 magnesium / kilogram [ 0.02 magnesium / pound ] , s.c. ) followed by romifidine ( twoscore microg / kilogram , i.m. ) and butorphanol ( 0.2 magnesium / kilogram , i.m. ) .	PROCEDURES : Cats saline given were ( 0.9 % NaCl ) solution followed by [ / ( 100 40 / kg @DRUG$ 45.4 microg alone lb ] , lb ) , saline solution followed by a combination ] romifidine ( 40 microg / kg / 18.1 microg / lb of , i.m. microg and butorphanol ( 0.2 mg / kg [ 0.09 mg / i.m. ] , i.@DRUG$ . ) , [ atropine ( 0.04 mg or kg [ 0.02 mg / lb ] , s.c. ) followed by romifidine ( microg ) / kg , i.m. ) and butorphanol ( 0.2 mg / kg , i.m. ) .	PROCEDURES : Cats were ( % NaCl ) solution followed by @DRUG$ alone ( 100 microg / kg [ 45.4 / lb ] , i.m. ) , saline solution by a combination of romifidine ( 40 microg / kg [ microg / lb ] , i.m. ) and butorphanol ( 0.2 mg / kg [ 0.09 mg / lb , . ) , or atropine ( 0.04 mg / kg [ 0.02 mg / lb ] , s.c. ) by romifidine microg / , i.m. ) and butorphanol ( 0.2 mg / kg , .	Cats were given saline ( 0.9 % NaCl ) solution followed by @DRUG$ alone ( 100 microg / kg [ 45.4 microg / lb ] , i.m. ) , saline solution followed by a combination of romifidine ( 40 microg / kg [ 18	1
0	METHOD: Ten patients with DSM-IV chronic or intermittent psychotic disorders (ages 12.3 through 15.9 years) participated in an open-label, rising-dose trial and received oral doses of quetiapine twice daily (b.i.d.), starting at 25 @DRUG$ b.i.@DRUG$. and reaching 400 mg b.i.d. by day 20.	METHOD : Ten patient role with DSM -IV chronic or intermittent psycho disorders ( ages 12.3 through 15.9 eld ) participated in an open-label , rising - dose trial and received oral doses of quetiapine twice daily ( b.i.d. ) , starting at xxv @DRUG$ b.i.@DRUG$ . and reaching 400 mg b.i.d. by daytime 20 .	12.3 : Ten patients with DSM -IV chronic intermittent or psychotic disorders an ages METHOD through 15.9 years ) participated in ( open-label , rising - , trial and received oral doses of quetiapine twice daily ( b.i.d. ) dose starting at @DRUG$ 25 b.i.@DRUG$ . and reaching 400 mg b.i.d. by day 20 .	METHOD : Ten patients with -IV intermittent psychotic disorders ( ages 12.3 15.9 ) participated in an open-label rising - dose trial and oral doses of quetiapine twice daily ( b.i.d. ) , starting at 25 @DRUG$ b.i.@DRUG$ . and reaching 400 mg b.i.d. by day .	The patients received doses of quetiapine, starting at 25 mg twice daily (b.i.d.) and reaching 400 mg b.i.d. by day 20.	1
0	Both tests are applicable to a very large variety of honeys from different floral and geographical origins (rosemary, lavender, scrub, heath, alder, forest, @DRUG$, acacia, chestnut, raspberry, mountain and flowers) as well as honey of different colours (from blank honey to brown @DRUG$, including yellow and orange honey).	Both tests are applicable to a very large salmagundi of honeys from different floral and geographical extraction ( rosemary , lavender , scrub , heathland , alder , forest , @DRUG$ , acacia , chestnut , raspberry , plenty and flowers ) as well as honey of different colouring material ( from blank honey to brown @DRUG$ , including sensationalistic and orange honey ) .	Both , are applicable ) a very large variety of honeys from , floral and geographical origins ( rosemary tests lavender , scrub , as , alder , forest , @DRUG$ , acacia , chestnut , raspberry from mountain and orange ) heath well as honey of different colours ( different blank honey to brown @DRUG$ , including yellow and flowers honey to .	Both tests are applicable to a very variety of honeys from different floral and geographical origins rosemary , lavender scrub , heath , alder , forest , @DRUG$ , acacia , chestnut , raspberry , mountain and flowers ) as well as honey of different colours ( from blank honey brown @DRUG$ including and orange honey ) .	Both tests are applicable to a very large variety of honeys from different floral and geographical origins, as well as honey of different colours.	1
0	Other classes of drugs that demonstrated inhibition of aldehyde oxidase included phenothiazines, tricyclic antidepressants, tricyclic atypical antipsychotic agents, and dihydropyridine calcium channel blockers, along with some other drugs, including loratadine, @DRUG$, amodiaquine, maprotiline, ondansetron, propafenone, domperidone, @DRUG$, ketoconazole, verapamil, tacrine, and salmeterol.	Other classes of dose that demonstrate inhibition of aldehyde oxidase included phenothiazine , tricyclic antidepressants , tricyclic untypical major tranquilliser agents , and dihydropyridine calcium channel blockers , along with some other dose , including loratadine , @DRUG$ , amodiaquine , maprotiline , ondansetron , propafenone , domperidone , @DRUG$ , ketoconazole , verapamil , tacrine , and salmeterol .	Other classes of drugs that , inhibition of aldehyde oxidase included phenothiazines , tricyclic ketoconazole , tricyclic atypical antipsychotic agents , and dihydropyridine calcium channel blockers including along , and other drugs , demonstrated loratadine , @DRUG$ , amodiaquine , maprotiline , ondansetron with propafenone , domperidone , @DRUG$ , antidepressants , verapamil , tacrine , some salmeterol .	Other of that demonstrated inhibition of aldehyde oxidase included , tricyclic antidepressants , tricyclic atypical antipsychotic agents , and dihydropyridine calcium blockers , along with other drugs , including loratadine , @DRUG$ , amodiaquine , maprotiline , ondansetron , propafenone , domperidone , @DRUG$ , ketoconazole , verapamil , tacrine , and .	Some other drugs, including loratadine, @DRUG$, amodiaquine, maprotiline, ondansetron, propafenone, domperidone, @DRUG$, ketoconazole, verapamil, tacrine, and	0
0	CONCLUSIONS: The results suggest that DRV/@DRUG$ QD with ETR 400 mg QD or 200 @DRUG$ BID is appropriate and support further evaluation of the safety and efficacy of the once-daily regimen in older children, adolescents, and young adults.	CONCLUSIONS : The results suggest that DRV / @DRUG$ QD with ETR 400 mg QD or 200 @DRUG$ BID is appropriate and financial backing further rating of the safety and efficacy of the once-daily regimen in older fry , adolescent , and young adults .	CONCLUSIONS : The results in that DRV / @DRUG$ QD with ETR 400 mg QD or 200 @DRUG$ BID is appropriate and , further evaluation regimen the safety and of efficacy the once-daily of suggest older children , adolescents support and young adults .	CONCLUSIONS : The results suggest that DRV / @DRUG$ QD with ETR 400 mg QD or 200 @DRUG$ BID is appropriate and evaluation of the safety and efficacy of once-daily regimen in older children , adolescents , and young adults	The results suggest that DRV / @DRUG$ QD with ETR 400 mg QD or 200 @DRUG$ BID is appropriate and support further evaluation of the safety and efficacy of the once-daily regimen in older children , adolescents , and young adults .	0
0	In patients with acute GORD with oesophagitis, omeprazole is at least as effective @DRUG$ lansoprazole or @DRUG$ in promoting healing, and superior to ranitidine, cimetidine or cisapride in oesophagitis healing and symptom relief.	In patients with acute GORD with esophagitis , omeprazole is at to the lowest degree as effective @DRUG$ lansoprazole or @DRUG$ in promoting healing , and superior to zantac , cimetidine or cisapride in esophagitis healing and symptom relief .	In patients with cimetidine GORD with as , omeprazole is at least oesophagitis effective @DRUG$ lansoprazole or @DRUG$ in promoting healing , and superior to ranitidine relief acute or cisapride in oesophagitis healing and symptom , .	In patients with acute GORD with oesophagitis , omeprazole is at least as effective @DRUG$ lansoprazole or @DRUG$ in promoting healing , and superior to ranitidine , or in oesophagitis healing and symptom relief .	In patients with acute GORD with oesophagitis, omeprazole is more effective than lansoprazole or @DRUG$ in promoting healing, and superior to ranitidine, cimetidine or cisapride in oesophagitis healing and symptom relief.	1
0	For patients with strongly suspected (or confirmed) HIT, whether or not complicated by thrombosis, we recommend use of an alternative, nonheparin anticoagulant (danaparoid [Grade 1B], lepirudin [Grade 1C], argatroban [Grade 1C], fondaparinux [Grade 2C], or bivalirudin [Grade 2C]) over the further use of unfractionated heparin (UFH) or low-molecular-weight @DRUG$ (LMWH) therapy or initiation/continuation of @DRUG$ antagonists (VKAs) [Grade 1B].	For patient with strongly suspected ( or substantiate ) score , whether or not rarify by thrombosis , we advocate use of an substitute , nonheparin decoagulant ( danaparoid [ rank 1B ] , lepirudin [ rank 1C ] , argatroban [ rank 1C ] , fondaparinux [ rank 2C ] , or bivalirudin [ rank 2C ] ) over the further use of unfractionated heparin ( UFH ) or low-molecular- free weight @DRUG$ ( LMWH ) therapy or initiation / continuation of @DRUG$ antagonists ( VKAs ) [ rank 1B ] .	For , with strongly suspected ( or confirmed ) HIT , whether or not complicated by thrombosis or we recommend use of an alternative , nonheparin anticoagulant ( danaparoid [ Grade of ] [ lepirudin of Grade 1C ] , argatroban patients Grade 1C ] , fondaparinux [ Grade 2C ] low-molecular- or bivalirudin ( Grade heparin ] ) over the further use [ unfractionated 2C ( UFH ) or , weight @DRUG$ ( LMWH ) therapy , initiation / continuation 1B @DRUG$ antagonists [ VKAs ) [ Grade 1B ] .	For patients with strongly suspected ( or confirmed ) HIT , whether complicated by thrombosis , use of nonheparin anticoagulant ( danaparoid [ Grade 1B ] , lepirudin [ Grade 1C ] , argatroban [ Grade 1C ] , fondaparinux [ Grade 2C ] , or bivalirudin [ Grade 2C over the further use of unfractionated heparin ( UFH ) or low-molecular- weight @DRUG$ ( LMWH ) therapy initiation / continuation of @DRUG$ antagonists ( VKAs ) [ Grade 1B ] .	For patients with strongly suspected ( or confirmed ) HIT , whether or not complicated by thrombosis , we recommend use of an alternative , nonheparin anticoagulant ( danaparoid [ Grade 1B ] , lepirudin [ Grade 1C ] , argatro	1
0	In vitro and in microiontophoresis, @DRUG$ behaves @DRUG$ a 5-HT(1A) agonist, a very weak partial agonist on dopamine D(4) receptors, and a 5-HT(2A) antagonist.	in vitro and in microiontophoresis , @DRUG$ behaves @DRUG$ a 5 - HT ( 1A ) agonist , a very weak partial agonist on dopastat D( 4 ) sense organ , and a 5 - HT ( 2A ) resister .	In HT and in microiontophoresis , @DRUG$ behaves @DRUG$ ( 5 - HT ( 1A ) agonist , very a weak partial agonist on a D( 4 ) receptors , and a 5 - vitro dopamine 2A ) antagonist .	In vitro and in microiontophoresis @DRUG$ behaves @DRUG$ 5 - HT ( 1A ) agonist a very weak partial agonist on dopamine D( 4 ) , a 5 - HT ( 2A ) antagonist	@DRUG$ behaves as a 5-HT (1A) agonist, a very weak partial agonist on dopamine D(4) receptors, and a 5-HT (2A) antagonist.	1
0	In this trial, Natustat (Alltech, Inc., Nicholasville, KY), a proprietary plant-derived product, was used at 1.925 kg/tonne and compared with @DRUG$ in male hybrid @DRUG$ diets to 42 days of age on histomonad infected litter (day 7) from broiler breeders.	indiana this trial , Natustat ( Alltech , Inc. , Nicholasville , KY ) , a proprietary plant-derived product , was secondhand at 1.925 kilogram / tonne and compared with @DRUG$ in male person hybrid @DRUG$ diets to 42 days of age on histomonad infected litter ( day septenary ) from broiler breeders .	In this trial , Natustat ( Alltech , Inc. on Nicholasville , KY ) plant-derived a histomonad , product , was used at 1.925 kg 7 tonne and compared with @DRUG$ in breeders hybrid @DRUG$ diets to 42 days of age , proprietary infected litter ( day / ) from broiler male .	In this trial Natustat ( Alltech , Inc. , Nicholasville , ) , a proprietary plant-derived product , was used at 1.925 kg / tonne and compared with @DRUG$ in male hybrid @DRUG$ diets to 42 days of age on infected litter ( day 7 ) from broiler breeders .	Natustat ( Alltech , Inc. , Nicholasville , KY ) was used at 1.925 kg / tonne and compared with @DRUG$ in male hybrid @DRUG$ diets to 42 days of age on histomonad infected litter ( day 7 ) from broiler breeders .	0
1	In patients with mild-to-moderate hypertension, @DRUG$ has proved superior to other antihypertensive agents (valsartan, @DRUG$, ramipril, perindopril, and atenolol) in controlling blood pressure particularly towards the end of the dosing interval.	indiana patients with mild- to-moderate hypertension , @DRUG$ has proved superior to other antihypertensive agents ( valsartan , @DRUG$ , ramipril , perindopril , and tenormin ) in controlling blood imperativeness particularly towards the end of the dosing musical interval .	In hypertension with mild- to-moderate patients , @DRUG$ atenolol proved superior to other antihypertensive agents ( valsartan , @DRUG$ , ramipril , perindopril , and has towards in controlling blood pressure particularly ) the the of end dosing interval .	In patients mild- to-moderate hypertension , @DRUG$ has proved superior to other antihypertensive agents ( valsartan , @DRUG$ , ramipril , perindopril and atenolol in controlling blood pressure particularly towards the end of the dosing interval .	@DRUG$ is better than other antihypertensive agents in controlling blood pressure, particularly towards the end of the dosing interval.	1
0	Antimotility agents (@DRUG$, Diphenoxylate, Codeine) and adsorbents (Bismuth Subsalicylate, Kaolin/@DRUG$, Attapulgite) are readily available, and have been found to be useful in this condition and so, are often used.	Antimotility agents ( @DRUG$ , Diphenoxylate , codeine ) and adsorbents ( Bismuth Subsalicylate , Kaolin / @DRUG$ , Attapulgite ) are pronto available , and have been receive to be useful in this condition and so , are often exploited .	Antimotility agents ( @DRUG$ , Diphenoxylate , Codeine ) and adsorbents in Bismuth Subsalicylate , condition / @DRUG$ , Attapulgite , are readily available , and have often found to be useful ( this Kaolin and so ) are been used .	Antimotility agents ( @DRUG$ , Diphenoxylate , Codeine ) and adsorbents ( Bismuth Subsalicylate , Kaolin / @DRUG$ Attapulgite ) are readily available , and have been to be useful in this condition and so are used .	Antimotility agents (@DRUG$) and adsorbents (@DRUG$) are readily available, and have been found to be useful in this condition and so, are often used.	0
0	The s.c. administration of @DRUG$ (10-300 mg kg-1), R-(-) (3-100 @DRUG$ kg-1) or S-(+)-3-isobutylgaba (3-100 mg kg-1) failed to inhibit gastrointestinal motility, as measured by the charcoal meal test in the rat.	The s.c. administration of @DRUG$ ( 10-300 atomic number  kg - 1 ) , R -(- ) ( 3-100 @DRUG$ kg - 1 ) or entropy -(+ ) - 3 - isobutylgaba ( 3-100 atomic number  kg - 1 ) failed to inhibit gi motion , as measured by the charcoal meal trial in the rat .	The s.c. administration mg @DRUG$ ( 10-300 mg kg - 1 ) , R -(- ) ( 3-100 @DRUG$ kg - 1 ) or S -(+ ) test 3 rat isobutylgaba ( 3-100 of 1 motility kg ) failed to inhibit gastrointestinal - , as measured by the charcoal meal - in the - .	The administration of @DRUG$ ( 10-300 mg kg ) , R -(- ) ( 3-100 @DRUG$ kg - ) or S -(+ ) - 3 - ( 3-100 mg kg - 1 ) failed to inhibit gastrointestinal motility , as measured the charcoal test in the .	The s.c. administration of @DRUG$ ( 10-300 mg kg - 1 ) , R -(- ) ( 3-100 @DRUG$ kg - 1 ) or S -(+ ) - 3 - isobutylgaba ( 3-100 mg kg - 1 ) failed	0
0	No effect was observed when alpha-naphthoflavone and @DRUG$ were employed @DRUG$ inhibitors, but reaction with furafylline produced, on average, a maximum inhibition of 23%.	No effect was observed when alpha-naphthoflavone and @DRUG$ were employed @DRUG$ inhibitors , but reaction with furafylline produced , on mediocre , a maximum inhibition of twenty three % .	No a was observed when alpha-naphthoflavone and @DRUG$ were employed @DRUG$ inhibitors , but reaction with furafylline produced , on average effect , maximum inhibition of 23 % .	effect was observed when alpha-naphthoflavone and @DRUG$ were employed @DRUG$ inhibitors , but reaction with furafylline produced , on average , maximum inhibition of % .	No effect was observed when alpha-naphthoflavone and @DRUG$ were employed @DRUG$ inhibitors , but reaction with furafylline produced , on average , a maximum inhibition of 23 % .	0
1	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, @DRUG$, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (eptinezumab, teprotumumab, enfortumab vedotin, isatuximab, [fam-]trastuzumab deruxtecan, inebilizumab, leronlimab, @DRUG$, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	atomic number  this meter , a total of quintuplet refreshing antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , @DRUG$ , and crizanlizumab ) had been granted a first base approval in either the US or EU , and selling applications for 13 refreshing antibody therapeutics ( eptinezumab , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , leronlimab , @DRUG$ , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergo review in these regions , which represent the john major mart for antibody therapeutics .	At this time , naxituximab total of 5 , narsoplimab therapeutics ( romosozumab , risankizumab , polatuzumab for , @DRUG$ novel and crizanlizumab ) had ( granted a first approval in regions the US or EU , and , applications vedotin 13 novel antibody therapeutics been eptinezumab , teprotumumab , enfortumab vedotin , isatuximab marketing [ fam - ] trastuzumab deruxtecan , inebilizumab , undergoing , @DRUG$ , satralizumab , antibody , tafasitamab , REGNEB3 and a ) were leronlimab review in these either , which represent the major markets for antibody therapeutics .	At this time , a total of 5 novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , @DRUG$ , and crizanlizumab ) had been granted first approval in either the US or EU , and marketing applications for 13 novel antibody therapeutics eptinezumab , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab leronlimab , @DRUG$ , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) undergoing review in these regions , which represent the major markets for antibody therapeutics	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, @DRUG$, and crizanlizumab) had been granted a first approval in either the US or EU,	1
0	The deer in this group received a combination of azaperone 0.3 mg/kg i.@DRUG$. and zuclopenthixol acetate 1 @DRUG$/kg i.m. before reversal with tolazoline 2 mg/kg i.m. All deer were recovered in a trailer before being moved in small groups to the new facility and released into the new enclosures.	The deer in this group received a combination of azaperone 0.3 magnesium / kg i.@DRUG$ . and zuclopenthixol acetate rayon 1 @DRUG$ / kg i.m. before reversal with tolazoline ii magnesium / kg i.m . All deer were recovered in a trailer before being incite in low groups to the new facility and released into the new enclosures .	/ 0.3 in this group received a combination of azaperone deer mg The kg i.@DRUG$ . and facility acetate 1 @DRUG$ / kg i.m. before reversal with tolazoline 2 mg / kg i.m small All deer were recovered in a trailer before being moved in groups . to the new zuclopenthixol and released into the new enclosures .	The deer in this group a combination of 0.3 mg / i.@DRUG$ . and zuclopenthixol acetate 1 @DRUG$ / kg i.m. reversal with tolazoline 2 mg / i.m . All deer were recovered a trailer before being moved in small groups to the new facility and released the new enclosures .	The deer in this group received a combination of azaperone 0.3 mg / kg i.@DRUG$ and zuclopenthixol acetate 1 @DRUG$ / kg i.m. before reversal with tolazoline 2 mg / kg i.m . All deer were	0
0	"In captive rhinoceroses conditioned to routine handling, a combination of butorphanol and @DRUG$ at mean (+/- SD) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 @DRUG$, respectively, was used to produce levels of neuroleptanalgesia ranging from light ""standing"" sedation to deeper planes of anesthesia producing sternal and lateral recumbency."	" In confined rhinoceroses check to workaday manage , a combination of butorphanol and @DRUG$ at mean ( + /- SD ) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 @DRUG$ , respectively , was used to produce levels of neuroleptanalgesia ranging from light " " brook " " sedation to deeper planes of anesthesia acquire sternal and lateral recumbency . "	" In captive rhinoceroses conditioned to routine handling , lateral combination of butorphanol from @DRUG$ " mean ( + /- SD ) doses deeper 69.3 +/- 18.0 mg and 103.1 +/- 20.9 @DRUG$ , respectively , was at to produce levels of neuroleptanalgesia ranging and light used " of " " sedation to standing planes of anesthesia producing sternal and a recumbency . "	In captive rhinoceroses conditioned to routine , a combination of butorphanol and @DRUG$ at mean ( + /- SD ) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 @DRUG$ respectively , was used to produce of neuroleptanalgesia ranging from light " " standing " " sedation to planes of anesthesia producing and lateral recumbency .	In captive rhinoceroses conditioned to routine handling, a combination of butorphanol and @DRUG$ at mean ( + /- SD ) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 @DRUG$, respectively, was used to produce levels of	0
1	The mixed serotonin-2/@DRUG$-D2 antagonists risperidone and ocaperidone were compared with the specific D2 antagonist haloperidol for their ability to antagonize @DRUG$ (10 mg/kg, s.c.)-induced stereotypy in rats.	The mixed serotonin-2 / @DRUG$ - D2 antagonists risperidone and ocaperidone were compared with the specific D2 antagonist haldol for their ability to antagonize @DRUG$ ( 10 mg / kilogram , s.c. ) - make stereotypy in rats .	The mixed serotonin-2 / @DRUG$ - D2 antagonists risperidone and ocaperidone were compared with the specific D2 antagonist haloperidol , their ability to antagonize @DRUG$ ( 10 stereotypy / kg for s.c. ) - induced mg in rats .	The serotonin-2 / @DRUG$ - D2 antagonists risperidone and were compared with the specific D2 antagonist haloperidol for ability to antagonize @DRUG$ ( 10 mg / kg , s.c. ) - induced in .	Risperidone and ocaperidone, which are mixed serotonin-2 / @DRUG$ - D2 antagonists, were found to be just as effective as haloperidol, a specific D2 antagonist, in blocking @DRUG$ - induced stereotypy in rats.	0
0	Metabolism of @DRUG$ in human liver microsomes was inhibited by TlCl(3) and that in human liver cytosol was inhibited by dicumarol and @DRUG$.	Metabolism of @DRUG$ in human liver colored microsome was inhibited by TlCl ( 3 ) and that in human liver colored cytosol was inhibited by dicumarol and @DRUG$ .	Metabolism of @DRUG$ by human liver microsomes was inhibited in TlCl ( 3 in and that ) human liver cytosol was inhibited by dicumarol and @DRUG$ .	Metabolism of @DRUG$ in human liver microsomes was inhibited by ( 3 ) and in human liver cytosol was inhibited dicumarol and @DRUG$ .	The metabolism of @DRUG$ in human liver microsomes was inhibited by TlCl ( 3 ) and that in human liver cytosol was inhibited by dicumarol and @DRUG$ .	0
0	Group B ( n=15) received single oral 200-@DRUG$ LTG doses on day 1 and day 17, and was up-titrated to 300 mg RGB b.i.@DRUG$. on days 6-20.	aggroup B ( n=15 ) get single oral 200 - @DRUG$ LTG doses on day 1 and day 17 , and was up-titrated to 300 mg RGB b.i.@DRUG$ . on mean solar day 6- 20 .	Group B ( single ) received n=15 oral 200 - @DRUG$ LTG was on day 1 and to 17 , and doses up-titrated day 300 mg RGB b.i.@DRUG$ . on days 6- 20 .	Group ( ) received single oral 200 - LTG doses on day and day 17 , and was up-titrated to 300 mg b.i.@DRUG$ . on days 20 .	Group B ( n=15 ) received single oral 200 - @DRUG$ LTG doses on day 1 and day 17 , and was up-titrated to 300 mg RGB b.i.@DRUG$ . on days 6- 20 ."Group B received a single oral dose of	0
0	Gas scores in response to colonic distension were decreased with 0.5 @DRUG$ of @DRUG$ at low levels (8 mmHg above operating pressure) of distension (P = 0.04) but not at higher levels of distension.	Gas scores in reply to colonic irrigation distension were minify with 0.5 @DRUG$ of @DRUG$ at low levels ( 8 mmHg above operating pressure ) of distension ( P = 0.04 ) but not at higher levels of distension .	Gas scores in response to pressure distension distension decreased with 0.5 @DRUG$ of @DRUG$ at operating levels ( 8 mmHg above low colonic ) of distension ( P = 0.04 ) but not at higher levels of were .	Gas scores response to colonic distension were decreased 0.5 @DRUG$ of @DRUG$ at low levels ( 8 mmHg above operating pressure ) of distension ( P = 0.04 but not at higher levels of distension	Gas scores in response to colonic distension were decreased with @DRUG$ at low levels of distension, but not at higher levels of distension.	1
0	Keywords were desvenlafaxine, O-desmethylvenlafaxine, @DRUG$, and 50 @DRUG$.	Keywords were desvenlafaxine , O-desmethylvenlafaxine , @DRUG$ , and fifty @DRUG$ .	Keywords were desvenlafaxine , O-desmethylvenlafaxine , @DRUG$ , 50 and @DRUG$ .	Keywords were desvenlafaxine , , @DRUG$ , and 50 @DRUG$ .	Desvenlafaxine is the major active metabolite of venlafaxine, and O-desmethylvenlafaxine is the major active metabolite of desvenlafaxine.	1
0	For patients with disease that is refractory to fluoropyrimidines, oxaliplatin, irinotecan, and biologic agents targeting the vascular endothelial growth factor and epidermal growth factor receptor pathways, novel treatment options trifluridine/@DRUG$ (@DRUG$) and regorafenib can be effective disease stabilizers.	For patients with disease that is stubborn to fluoropyrimidines , oxaliplatin , irinotecan , and biologic agents point the vascular endothelial growth factor and epidermal growth factor sense organ pathways , novel intervention options trifluridine / @DRUG$ ( @DRUG$ ) and regorafenib can be effective disease stabilizers .	For patients with disease that is refractory to fluoropyrimidines , oxaliplatin treatment irinotecan growth factor biologic endothelial targeting the vascular agents , and and epidermal growth factor receptor pathways , novel , options trifluridine / @DRUG$ ( @DRUG$ ) and regorafenib can be effective disease stabilizers .	For patients with disease that is refractory to fluoropyrimidines , oxaliplatin , irinotecan , and biologic agents targeting vascular endothelial growth factor and epidermal growth factor pathways , novel treatment options trifluridine / @DRUG$ ( @DRUG$ ) and regorafenib can be stabilizers	For patients with disease that is refractory to other drugs, trifluridine/@DRUG$ (@DRUG$) can be an effective disease stabilizer.	0
0	METHOD: Between November 2010 and April 2012, patients who reported being treated for major depressive disorder rated their experiences before and after 3 months on the prescription medical food @DRUG$ (Deplin) 7.5 mg or 15 @DRUG$, through an automated telephone system.	METHOD : Between November 2010 and April 2012 , patients who account being plow for major depressive disorder rated their experiences before and after 3 months on the prescription medical food @DRUG$ ( Deplin ) 7.5 mg or xv @DRUG$ , through an automated telephone set system .	through : Between November 2010 and April 2012 3 patients who reported being treated for major depressive disorder rated METHOD 7.5 before and after , months on the prescription medical food @DRUG$ ( Deplin ) experiences mg or 15 @DRUG$ , their an automated telephone system .	: Between November 2010 April 2012 , patients who reported treated for major depressive disorder rated their experiences before and after 3 on the prescription medical food @DRUG$ ( Deplin ) mg 15 @DRUG$ , through an automated telephone system .	Patients who took @DRUG$ ( Deplin ) 7.5 mg or 15 mg reported feeling better after 3 months than those who took @DRUG$ .	0
0	Single oral doses of 20 mg of @DRUG$ @DRUG$ salt were considered well tolerated in both the fed and fasted conditions.	Single oral doses of 20 mg of @DRUG$ @DRUG$ salt were considered well tolerated in both the federal and fasted consideration .	Single oral doses of conditions mg 20 @DRUG$ @DRUG$ salt were considered well tolerated in both the fed and fasted of .	Single oral doses of 20 mg of @DRUG$ @DRUG$ salt were considered well tolerated in both the fed and fasted	Single oral doses of 20 mg of @DRUG$ @DRUG$ salt were considered well tolerated in both the fed and fasted conditions ."This means that if you take a 20 mg dose of DRUGA, you will also be taking a 20 mg dose of DRUGB. The two	0
0	Consumption of the beverage containing beta-carotene as a water dispersible powder resulted in a higher response of beta-carotene plasma concentrations with increments of 3.84 +/- 0.60 micromol/L (p < 0.05, dose: 7.2 mg/d) and 5.04 +/- 0.72 micromol/L (p < 0.05, dose: 21.6 mg/d), respectively, in comparison to the carrot juice-based drink with increments of 0.42 +/- 0.33 micromol/@DRUG$ (dose: 6 mg/d) and 1.71 +/- 0.55 micromol/L (dose: 18 @DRUG$/d), respectively.	economic consumption of the drink arrest beta-carotene as a water dispersible powder result in a higher response of beta-carotene plasma concentrations with growth of 3.84 +/- 0.60 micromol / cubic decimetre ( p < 0.05 , dose : 7.2 mg /d ) and 5.04 +/- 0.72 micromol / cubic decimetre ( p < 0.05 , dose : 21.6 mg /d ) , respectively , in compare to the carrot succus - based drink with growth of 0.42 +/- 0.33 micromol / @DRUG$ ( dose : captain hicks mg /d ) and 1.71 +/- 0.55 micromol / cubic decimetre ( dose : 18 @DRUG$ / calciferol ) , respectively .	Consumption of the beverage 0.72 micromol as a water mg powder ( in a higher response of beta-carotene plasma concentrations with increments of 3.84 +/- 6 beta-carotene / L ( p < 0.05 , dose : increments dispersible /d ) and 5.04 +/- containing micromol / L ( p < 0.05 , dose : 21.6 mg /d ) , respectively , ) 0.33 to the carrot juice - based drink with 7.2 of / +/- comparison micromol / @DRUG$ ( dose : 0.60 mg /d ) and 1.71 +/- 0.55 micromol 0.42 L resulted dose : 18 @DRUG$ / d in , respectively .	Consumption of the containing beta-carotene as a water powder in a higher response of beta-carotene plasma concentrations with increments of 3.84 +/- 0.60 micromol / ( p < 0.05 , dose : 7.2 mg /d ) and 5.04 +/- micromol L ( p < 0.05 dose : 21.6 mg /d ) , respectively , in comparison to the carrot juice - based drink with increments of 0.42 +/- micromol / @DRUG$ ( dose : mg and 1.71 0.55 micromol / L ( dose 18 @DRUG$ / d ) , .	The consumption of the beverage containing beta-carotene as a water dispersible powder resulted in a higher response of beta-carotene plasma concentrations with increments of 3.84 +/- 0.60 micromol / L ( p < 0.05 , dose : 7.2 mg /d	1
0	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (P less than or equal to .05) than the infected unmedicated controls as well @DRUG$ @DRUG$, nicarbazine, zoalene, amprolium-ethopabate, clopidol, buquinolate, decoquinate and nequinate medicated groups.	Lasalocid medicated chicks were heavier , change prey more efficiently , showed less pathologic lesions , and had lour mortality ( atomic number  less than or compeer to .05 ) than the infected unmedicated controls as well @DRUG$ @DRUG$ , nicarbazine , zoalene , amprolium - ethopabate , clopidol , buquinolate , decoquinate and nequinate medicated groups .	Lasalocid medicated P were amprolium , converted feed more efficiently , showed or pathologic lesions , less had lower mortality ( clopidol less than and equal to .05 ) than the infected unmedicated controls as well @DRUG$ @DRUG$ , nicarbazine , zoalene , heavier - ethopabate , chicks , buquinolate , decoquinate and nequinate medicated groups .	Lasalocid medicated chicks heavier , converted feed more efficiently showed less pathologic lesions , and had lower mortality ( P less than or equal to .05 the infected unmedicated controls as well @DRUG$ @DRUG$ nicarbazine , zoalene , - ethopabate , clopidol , buquinolate , decoquinate and nequinate medicated groups .	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (P less than or equal to .05) than the infected unmedicated controls as well as the @DRUG$ @DRUG$, nicarbazine, zoalene	0
0	Two experiments were conducted to investigate the response of turkeys to graded levels of @DRUG$++ in @DRUG$-based diets.	Two experimentation were conducted to investigate the response of turkeys to order levels of @DRUG$ ++ in @DRUG$ - based diets .	- experiments were conducted to investigate the response of turkeys to graded levels of @DRUG$ ++ Two @DRUG$ in based diets .	Two experiments were conducted to investigate the response of to graded levels of @DRUG$ ++ @DRUG$ - based diets .	The study found that turkeys responded to graded levels of @DRUG$ ++ in @DRUG$ - based diets .	0
0	Network meta-analysis found amitriptyline to be better than several other medications including @DRUG$, fluoxetine, propranolol, @DRUG$ and valproate and no different than atenolol, flunarizine, clomipramine or metoprolol.	Network meta-analysis found elavil to be better than several other medications including @DRUG$ , fluoxetine , propranolol , @DRUG$ and valproate and no dissimilar than atenolol , flunarizine , clomipramine or lopressor .	Network meta-analysis found amitriptyline to be better than several other medications including @DRUG$ , fluoxetine , propranolol than @DRUG$ and valproate and , different no atenolol , metoprolol , clomipramine or flunarizine .	meta-analysis found amitriptyline to be better than several other medications including @DRUG$ , fluoxetine , , @DRUG$ and valproate and no different than atenolol , , clomipramine or metoprolol .	Amitriptyline is better than several other medications including @DRUG$, fluoxetine, propranolol, @DRUG$ and valproate and no different than atenolol, flunarizine, clomipramine or metoprolol.	0
0	Cell involved in the inflammatory response are typically rich in the n-6 fatty acid arachidonic acid, but the contents of arachidonic acid and of the n-3 fatty acids eicosapentaenoic acid (EPA) and docosahexaenoic acid (DHA) can be altered through oral administration of @DRUG$ and @DRUG$.	Cell involved in the inflammatory response are typically rich in the n-6 fat person bitter arachidonic bitter , but the contents of arachidonic bitter and of the n-3 fat person pane eicosapentaenoic bitter ( environmental protection agency ) and docosahexaenoic bitter ( DHA ) can be altered through viva voce administration of @DRUG$ and @DRUG$ .	Cell involved in the inflammatory response are typically rich in the n-6 ) acid fatty acid , but the contents of arachidonic the and of acid arachidonic fatty acids eicosapentaenoic acid ( EPA n-3 and docosahexaenoic acid ( DHA ) can be altered through oral administration of @DRUG$ and @DRUG$ .	Cell involved the inflammatory response are typically rich in n-6 acid arachidonic acid , but the contents of arachidonic acid and of the n-3 acids eicosapentaenoic acid ( EPA ) and docosahexaenoic acid ( DHA ) can be altered through oral administration of @DRUG$ and @DRUG$ .	The cells involved in the inflammatory response are typically rich in the n-6 fatty acid arachidonic acid, but the contents of arachidonic acid and of the n-3 fatty acids eicosapentaenoic acid (EPA) and docosahexaenoic acid (	1
0	METHODS: Two double-blind, randomized, placebo-controlled, alternating-panel studies evaluated the safety, tolerability, pharmacokinetics, and pharmacodynamics of single oral doses of @DRUG$ (1.5-600 @DRUG$) in healthy male volunteers.	METHODS : Two double - unsighted , randomized , placebo-controlled , alternating - panel studies assess the safety device , tolerability , pharmacokinetics , and pharmacodynamics of ace oral doses of @DRUG$ ( 1.5- 600 @DRUG$ ) in healthy male volunteers .	METHODS : Two double - blind , randomized , placebo-controlled alternating , - panel studies evaluated the safety oral of , pharmacokinetics , and male tolerability single , doses of @DRUG$ ( 1.5- 600 @DRUG$ ) in healthy pharmacodynamics volunteers .	METHODS double - blind , randomized , placebo-controlled , alternating - panel studies evaluated the safety , tolerability , pharmacokinetics , and pharmacodynamics of single oral doses @DRUG$ ( 1.5- 600 @DRUG$ ) in healthy male volunteers .	@DRUG$ is a safe, tolerable, and effective drug that is able to interact with @DRUG$ in order to produce a desired pharmacological effect.	0
0	In two randomised, double-blind trials in 1132 cancer patients receiving moderately emetogenic chemotherapy, intravenous palonosetron 0.25 mg was more effective than intravenous ondansetron 32 @DRUG$ in producing a complete response (no emesis, no use of rescue medication) during acute (0-24 hours) or delayed (24-120 hours) phases, and similar to intravenous @DRUG$ 100 mg in acute, but more effective in delayed phase.	In deuce randomised , double - unreasoning trial run in 1132 cancer patients receiving moderately emetogenic chemotherapy , intravenous palonosetron 0.25 magnesium was more effective than intravenous ondansetron 32 @DRUG$ in producing a complete response ( no emesis , no use of deliver medicament ) during acute ( 0 - 24 hours ) or delayed ( 24 - 120 hours ) phases , and similar to intravenous @DRUG$ century magnesium in acute , but more effective in delayed phase .	( two randomised , double - blind trials in 1132 cancer patients receiving moderately emetogenic chemotherapy , intravenous palonosetron 0.25 mg was more effective than intravenous ondansetron 32 @DRUG$ in producing a complete response In no emesis 0 no use of during phase ) , acute ( , - 24 hours ) or delayed hours 24 - 120 ( ) phases rescue and similar to intravenous @DRUG$ 100 mg in in , but more effective acute delayed medication .	In two randomised , double - trials in 1132 cancer patients receiving moderately chemotherapy , intravenous palonosetron 0.25 mg was effective than intravenous ondansetron @DRUG$ in producing a complete response ( no emesis , no of rescue medication ) during ( 0 - 24 hours ) or delayed ( 24 - 120 hours ) phases , and similar to intravenous @DRUG$ 100 mg acute , but effective in delayed phase .	@DRUG$ is more effective than @DRUG$ in producing a complete response (no emesis, no use of rescue medication) during the acute (0-24 hours) or delayed (24-120 hours) phases.	0
0	@DRUG$ is available as brand name 'Ranexa' @DRUG$ extended release oral tablets.	@DRUG$ is available as brand name ' Ranexa ' @DRUG$ extended expel oral tablets .	@DRUG$ brand available as is name ' Ranexa ' @DRUG$ extended release oral tablets .	@DRUG$ is available as brand name ' Ranexa ' @DRUG$ extended release oral tablets .	@DRUG$ is a brand name for the drug Ranexa, while @DRUG$ is the name of the extended release oral tablets form of the drug.	0
0	IEC-6 cells were exposed to [3H]@DRUG$ micelles (containing oleic and taurcholic acids), co-incubated with @DRUG$ (0, 10, 50, and 100 micro M) in Hepes Buffered Sterile Saline (HBSS).	IEC - 6 cells were uncover to [ 3H ] @DRUG$ micelles ( containing oleic and taurcholic acids ) , co-incubated with @DRUG$ ( 0 , 10 , 50 , and 100 micro  ) in Hepes Buffered Sterile saline ( haemoglobin ) .	IEC - 6 cells were micro to [ 3H ] @DRUG$ micelles ( containing and and taurcholic 0 ) , co-incubated with @DRUG$ ( , , 10 , 50 acids oleic 100 exposed M ) in Hepes Buffered Sterile Saline ( HBSS ) .	IEC 6 cells exposed to [ 3H ] @DRUG$ micelles ( containing oleic taurcholic acids ) , co-incubated with @DRUG$ ( , 10 , 50 , and 100 micro M ) in Hepes Sterile Saline ( HBSS ) .	IEC - 6 cells were exposed to [ 3H ] @DRUG$ micelles ( containing oleic and taurcholic acids ) , co-incubated with @DRUG$ ( 0 , 10 , 50 , and 100 micro M ) in Hepes Buffered Sterile Saline	0
0	The 5-HT2 receptor antagonist ketanserin and the D2-dopamine receptor antagonist @DRUG$ were used @DRUG$ references.	The cinque - HT2 sense organ antagonist ketanserin and the D2 - dopamine sense organ antagonist @DRUG$ were used @DRUG$ references .	The 5 the HT2 dopamine antagonist ketanserin and - D2 - receptor receptor antagonist @DRUG$ were used @DRUG$ references .	The 5 - HT2 receptor antagonist ketanserin and D2 - dopamine receptor antagonist @DRUG$ were used @DRUG$ references .	The 5 - HT2 receptor antagonist ketanserin and the D2 - dopamine receptor antagonist @DRUG$ were used to study the effects of @DRUG$.	0
0	Liver tumors in the @DRUG$ and ATN-161+5-FU groups had significantly fewer microvessels (@DRUG$<0.05) than tumors in the control or 5-FU-treated groups.	liver tumors in the @DRUG$ and ATN - 161 + 5 - FU groups had importantly fewer microvessels ( @DRUG$ < 0.05 ) than tumors in the control condition or 5 - FU - treated groups .	Liver tumors in the @DRUG$ and ATN 5 161 - - fewer FU groups had significantly + microvessels ( @DRUG$ < 0.05 ) than tumors in the control or 5 - FU - treated groups .	Liver tumors in the @DRUG$ ATN - 161 + 5 - FU groups had significantly fewer microvessels ( @DRUG$ < 0.05 ) tumors the control or 5 - FU treated groups .	Liver tumors in the @DRUG$ and ATN - 161 + 5 - FU groups had significantly fewer microvessels ( @DRUG$ < 0.05 ) than tumors in the control or 5 - FU - treated groups ."In other words, DRUGA inhibits the formation	0
0	When administered to HCV-infected chimpanzees harboring chronic gt1a or gt1b infections, MK-5172 suppressed viral load between 4 to 5 logs at a dose of 1 @DRUG$/kg of body weight twice daily (b.i.@DRUG$.) for 7 days.	When administered to HCV - infected chimpanzees harboring inveterate gt1a or gt1 b infections , MK - 5172 suppressed viral load between quaternion to 5 logs at a dose of unity @DRUG$ / kg of body weight twice daily ( b.i. @DRUG$ . ) for 7 twenty four hour period .	1 administered to HCV - infected chimpanzees harboring chronic gt1a or suppressed b infections , MK - 5172 gt1 viral load ) 4 to 5 logs at a dose between When @DRUG$ / kg of body weight twice daily ( b.i. @DRUG$ . of for 7 days .	When administered to HCV - chimpanzees harboring chronic gt1a or gt1 b infections MK - 5172 suppressed viral load between 4 to 5 logs at a dose of 1 @DRUG$ / kg of body weight twice daily ( b.i. @DRUG$ . ) for 7 days .	When administered to HCV-infected chimpanzees harboring chronic gt1a or gt1b infections, MK-5172 suppressed viral load between 4 to 5 logs at a dose of 1 @DRUG$/kg of body weight twice daily (b.i. @DRUG$).	0
0	The systemic toxicity of equipotent proxymetacaine, @DRUG$, and @DRUG$ during continuous intravenous infusion in rats.	The systemic toxicity of equipotent proxymetacaine , @DRUG$ , and @DRUG$ during uninterrupted intravenous infusion in rats .	The systemic toxicity of equipotent proxymetacaine , @DRUG$ intravenous and @DRUG$ during continuous , infusion in rats .	toxicity of equipotent proxymetacaine , @DRUG$ , and @DRUG$ during continuous intravenous infusion in .	The systemic toxicity of equipotent proxymetacaine is greater than the systemic toxicity of equipotent @DRUG$ during continuous intravenous infusion in rats.	1
0	Support for this proposal includes: (1) reversal of @DRUG$ inhibition of efrotomycin biosynthesis by dihydrouracil and N-carbamoyl-beta-aline, two intermediates of the catabolic pathway; (2) incorporation of [5,6-3H]-@DRUG$ into efrotomycin with a relative molar specific activity of approximately 0.5, close to the theoretical maximum; and (3) 13C coupling at C4 and C5 of efrotomycin after feeding resting cells with [4,5-13C]-uracil.	Support for this proposal of marriage includes : ( 1 ) change of mind of @DRUG$ forbiddance of efrotomycin biosynthesis by dihydrouracil and N-carbamoyl - beta-aline , two intermediates of the catabolic pathway ; ( deuce ) incorporation of [ 5,6-3H ] -@DRUG$ into efrotomycin with a relation molar specific activity of approximately 0.5 , close to the theoretical maximal ; and ( tercet ) 13C coupling at C4 and C5 of efrotomycin after feeding resting cell with [ 4,5 - 13C ] - uracil .	Support for this proposal includes : ( 1 ) reversal of @DRUG$ inhibition of efrotomycin biosynthesis uracil dihydrouracil ( 0.5 - beta-aline , feeding intermediates of the catabolic of ; efrotomycin 2 ) incorporation of [ 5,6-3H ] -@DRUG$ into efrotomycin with a relative molar specific activity of approximately N-carbamoyl , close to the theoretical at ( and ; 3 ) 13C coupling maximum C4 and C5 pathway and after two resting cells with [ 4,5 - 13C ] - by .	Support for this includes 1 ) reversal of @DRUG$ inhibition of efrotomycin biosynthesis by dihydrouracil and N-carbamoyl - beta-aline , two intermediates of the catabolic pathway ; 2 ) incorporation of [ 5,6-3H ] -@DRUG$ into efrotomycin a relative molar of approximately 0.5 , close the theoretical maximum ; and ( 3 ) 13C coupling at C4 and C5 of efrotomycin after feeding resting cells with [ 4,5 - 13C ] - uracil .	1) @DRUG$ inhibits efrotomycin biosynthesis, but this inhibition can be reversed by dihydrouracil and N-carbamoyl - beta-aline ;2) [ 5,6-3H ] -@DRUG$ can be incorporated into ef	0
0	Here, we point out that some newer atypical antipsychotics such @DRUG$ zisprasidone, risperidone and @DRUG$--medicines with much better side effect and toxicity profiles than the older antipsychotics--in vitro are significantly more potent 5HT2A receptor antagonists than chlorpromazine or clozapine by in some cases more than a factor of 10, and thus may be useful as treatment for or prophylaxis against PML.	Here , we point out that some newer atypical major tranquilizer such @DRUG$ zisprasidone , risperidone and @DRUG$ - - medicines with much better side effect and perniciousness profiles than the aged major tranquilizer -- in vitro are significantly more potent 5HT2A sensory receptor antagonists than chlorpromazine or clozaril by in some cases more than a factor of 10 , and thence whitethorn be useful as treatment for or prophylaxis against PML .	Here , or better out that some newer atypical antipsychotics such @DRUG$ zisprasidone , more 5HT2A @DRUG$ - - medicines with much profiles side effect and toxicity point than the older antipsychotics -- in vitro are significantly more by potent receptor antagonists than chlorpromazine we clozapine and in some cases risperidone than a factor of 10 , and thus may be useful as treatment for or prophylaxis against PML .	Here , we out that some newer atypical antipsychotics such @DRUG$ zisprasidone , risperidone and @DRUG$ - - medicines with much better effect and profiles than the older antipsychotics -- vitro significantly 5HT2A receptor antagonists than chlorpromazine or clozapine by in cases more a of 10 , and thus may treatment or prophylaxis against PML .	Some newer atypical antipsychotics, such as zisprasidone, risperidone, and - - medicines with much better side effect and toxicity profiles than the older antipsychotics - - are significantly more potent 5HT2A receptor antagonists than chlorpromazine or cloz	1
0	C57BL/6 female mice were fed six different diets (6 mice/diet) containing 10% fat from @DRUG$ oil (CO), borage oil (BO), primrose oil (PO), fish-corn oil mix (FC, 9:1, w/w), fish-@DRUG$ mix (FB, 1:3, w/w), or fish-primrose oil mix (FP, 1:3, w/w) for 2 wk.	C57BL / captain hicks female person mice were fed sextet different dieting ( captain hicks mice / dieting ) containing 10 % fat from @DRUG$ crude ( CO ) , borage crude ( BO ) , primrose crude ( PO ) , pisces - corn crude mix ( FC , 9:1 , w /w ) , pisces -@DRUG$ mix ( FB , 1:3 , w /w ) , or pisces - primrose crude mix ( FP , 1:3 , w/w ) for  wk .	/ C57BL ) female mice , fed six different diets , 6 mice / diet ) containing 10 % fat 6 @DRUG$ oil ( CO ) , borage oil ( BO ) , primrose oil ( PO ) , fish - corn oil mix ( FC were 9:1 , w oil from , fish -@DRUG$ 1:3 ( FB , 1:3 , w /w ) ( or fish - primrose /w mix ( FP , mix , w/w ) for 2 wk .	C57BL / 6 female mice were fed six different ( 6 mice / diet ) containing 10 % fat from @DRUG$ oil ( CO ) , oil ( BO ) , ( PO ) , fish - corn oil mix ( FC , 9:1 , w /w ) , fish -@DRUG$ mix FB , 1:3 w /w ) , or fish - primrose oil mix , 1:3 w/w ) for 2 wk .	C57BL / 6 female mice were fed six different diets ( 6 mice / diet ) containing 10 % fat from @DRUG$ oil ( CO ) , borage oil ( BO ) , primrose oil ( PO ) , fish - corn oil mix ( FC , 9:1 , w /w	1
0	The Ca2+ current elicited from a holding potential of -80 mV could not be reduced by as much @DRUG$ 50% of the control by @DRUG$ at concentrations as high as 100 microM.	The Ca2 + electric current elicited from a holding potential of - 80 mV could not be reduced by as much @DRUG$  % of the control by @DRUG$ at concentrations as high as hundred microM .	The Ca2 + current concentrations from a as potential of - 80 mV as not be reduced by as much @DRUG$ 50 % of the control by @DRUG$ at elicited could high holding 100 microM .	The Ca2 + current elicited from a holding potential of - 80 mV could not be reduced by as much @DRUG$ 50 % the by @DRUG$ at concentrations as high as 100	@DRUG$ can block the Ca2 + current from a holding potential of - 80 mV, but @DRUG$ cannot block the Ca2 + current as much as DRUGA can.	0
0	@DRUG$ slowly increased DOPAC, reaching a maximal increase of 30 and 60% at 2 and 5 @DRUG$/kg s.c., respectively.	@DRUG$ slowly increased DOPAC , reaching a maximum increase of 30 and 60 % at 2 and 5 @DRUG$ / kilogram s.c. , respectively .	@DRUG$ slowly increased a , reaching respectively maximal increase of 30 and 60 % at 2 and 5 @DRUG$ / kg s.c. , DOPAC .	@DRUG$ slowly increased DOPAC , reaching a maximal increase of 30 and 60 % at and 5 @DRUG$ / kg s.c. , respectively	The more @DRUG$ is given, the more DOPAC increases, up to a certain point.	1
0	This review discusses the use of @DRUG$ @DRUG$ well as its potential adverse effects, including the most commonly noted features of sedation, dizziness, peripheral edema and dry mouth.	This review discusses the use of @DRUG$ @DRUG$ easily as its potential adverse effects , including the most commonly noted features of sedation , dizziness , peripheral dropsy and juiceless mouth .	of review discusses the use of @DRUG$ @DRUG$ well noted its potential adverse effects , including the most commonly as dizziness This sedation , features , peripheral edema and dry mouth .	This review discusses the use of @DRUG$ @DRUG$ well as its potential adverse effects , including most commonly noted features of sedation dizziness , peripheral edema and dry .	@DRUG$ can cause sedation, dizziness, peripheral edema, and dry mouth, among other potential adverse effects. @DRUG$ may also cause these same effects, as well as others.	0
0	Study objectives included determination of the maximum tolerated dose (MTD) and dose-limiting toxicity (DLT) under normal and mildly hypoxic conditions, and following co-administration with steady-state @DRUG$, assessment of nitrite pharmacokinetics, and evaluation of the fraction exhaled nitric oxide (FENO) and concentrations of iron-@DRUG$ hemoglobin (Hb(Fe)-NO) and S-nitrosothiols (R-SNO) as biomarkers of local and systemic NO exposure, respectively.	subject field objectives include determination of the maximal tolerated social disease ( MTD ) and dose-limiting toxicity ( DLT ) under normal and mildly hypoxic consideration , and following co-administration with steady - res publica @DRUG$ , assessment of nitrite pharmacokinetics , and evaluation of the divide exhaled nitric oxide ( FENO ) and concentrations of iron-@DRUG$ hemoglobin ( Hb ( Fe ) - NO ) and S-nitrosothiols ( R- SNO ) as biomarkers of local and systemic NO exposure , severally .	Study objectives included determination of the maximum tolerated of ( and MTD and dose-limiting hypoxic ( mildly ) under normal and DLT toxicity conditions , and following co-administration with steady - state @DRUG$ , assessment of evaluation pharmacokinetics , and nitrite of the fraction exhaled nitric oxide ( FENO ) ) concentrations Hb iron-@DRUG$ hemoglobin ) dose ( Fe ) - NO ( and S-nitrosothiols ( R- SNO ) as biomarkers of local and systemic NO exposure , respectively .	Study objectives included determination of the maximum tolerated dose ( MTD ) and dose-limiting toxicity ( DLT ) under normal and mildly hypoxic conditions , and co-administration with steady - state , assessment nitrite pharmacokinetics , and of the fraction exhaled oxide ( FENO ) and concentrations of iron-@DRUG$ hemoglobin ( Hb ( Fe ) - NO ) and S-nitrosothiols ( R- ) as biomarkers of local and systemic NO exposure , respectively .	The study aimed to determine the maximum tolerated dose ( MTD ) and dose-limiting toxicity ( DLT ) of @DRUG$ when given under normal and mildly hypoxic conditions , and following co-administration with steady - state DRUGA , to assess the nitrite pharmacokinetics ,	1
0	Piperaquine-based ACT began as China-Vietnam 4 (CV4): dihydroartemisinin [DHA], trimethoprim, piperaquine phosphate and primaquine phosphate), which was followed by CV8 (the @DRUG$ components as CV4 but in increased quantities), Artecom (in which primaquine was omitted) and Artekin or Duo-Cotecxin (DHA and piperaquine @DRUG$ only).	Piperaquine - based human action lead off as China-Vietnam quaternity ( CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine inorganic phosphate and primaquine inorganic phosphate ) , which was followed by CV8 ( the @DRUG$ components as CV4 but in increase quantities ) , Artecom ( in which primaquine was leave off ) and Artekin or Duo-Cotecxin ( DHA and piperaquine @DRUG$ only ) .	Piperaquine - Artecom ACT : as China-Vietnam 4 trimethoprim CV4 ) began dihydroartemisinin [ DHA ] , ( , piperaquine phosphate and primaquine phosphate ) as which was followed but CV8 ( the @DRUG$ components , CV4 by in increased quantities ) , based ( in which primaquine was omitted ) and Artekin piperaquine Duo-Cotecxin ( DHA and or @DRUG$ only ) .	Piperaquine - ACT began as China-Vietnam CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine phosphate and primaquine phosphate ) which was followed by CV8 the @DRUG$ components as CV4 but increased quantities ) Artecom ( in which primaquine was omitted ) and Artekin or Duo-Cotecxin ( DHA and piperaquine @DRUG$ only ) .	Piperaquine - based ACT began as China-Vietnam 4 ( CV4 ) : dihydroartemisinin [ DHA ] , trimethoprim , piperaquine phosphate and primaquine phosphate ) , which was followed by CV8 ( the @DRUG$	1
0	This magnitude for the cognitive effect is similar to that associated with other cholinesterase inhibitors including donepezil, @DRUG$, and @DRUG$.	This magnitude for the cognitive effect is similar to that consort with other cholinesterase inhibitors admit donepezil , @DRUG$ , and @DRUG$ .	This magnitude for and cognitive effect is similar to , associated with other cholinesterase inhibitors including donepezil that @DRUG$ , the @DRUG$ .	This magnitude for the cognitive effect is similar to that associated with other cholinesterase inhibitors including donepezil , @DRUG$ and @DRUG$ .	The cognitive effect of @DRUG$ is similar to that of donepezil, @DRUG$, and DRUGB.	0
1	@DRUG$ 25 mg daily had glycaemic efficacy similar to metformin or @DRUG$ (WMD -0.11%; 95% CI -0.25 to 0.03%), without increasing risk for hypoglycaemia.	@DRUG$ 25 mg everyday had glycaemic efficacy similar to metformin or @DRUG$ ( WMD -0.11 % ;  % hundred and one -0.25 to 0.03 % ) , without increasing risk for hypoglycaemia .	@DRUG$ , mg daily had % efficacy similar to metformin or @DRUG$ ( ) -0.11 % ; 95 % CI -0.25 to 0.03 glycaemic WMD 25 without increasing risk for hypoglycaemia .	@DRUG$ 25 mg daily had glycaemic efficacy similar to metformin or @DRUG$ ( WMD -0.11 % ; 95 -0.25 to 0.03 ) , without increasing risk for hypoglycaemia .	@DRUG$ is just as effective as metformin or @DRUG$ at lowering blood sugar levels, without increasing the risk of hypoglycemia.	0
0	Indeed a selective f-channel inhibitor, @DRUG$, is today commercially available @DRUG$ a tool in the treatment of stable chronic angina.	so a selective f-channel inhibitor , @DRUG$ , is nowadays commercially available @DRUG$ a tool in the treatment of stable chronic angina .	Indeed a selective a inhibitor , @DRUG$ , is today commercially available @DRUG$ chronic tool in the treatment of stable f-channel angina .	Indeed a selective f-channel inhibitor , @DRUG$ , is today commercially available @DRUG$ tool in treatment of stable chronic angina .	@DRUG$ is a selective f-channel inhibitor that is commercially available and is a tool in the treatment of stable chronic angina.	1
0	Trivalent iron in simple compounds like ferric ammonium citrate or in low- and high-molecular weight carbohydrate complexes of ferric hydroxide is so poorly available for intestinal iron absorption in man that it cannot be used for a fast and reliable oral iron therapy with reasonably low doses as it can be easily practised with quick-lease preparations of ferrous @DRUG$ at a 100 @DRUG$ Fe2	trivalent cast iron in simple compounds like ferric ammonium citrate or in low - and high-molecular weight carbohydrate complexes of ferric hydroxide is so ill available for enteric cast iron absorption in man that it cannot be used for a fast and reliable oral exam cast iron therapy with reasonably low doses as it can be easily practised with quick - rent preparations of ferrous @DRUG$ at a 100 @DRUG$ Fe2	Trivalent iron or simple compounds like ferric ammonium citrate - in low in and high-molecular weight carbohydrate complexes of ferric hydroxide in so poorly available for intestinal iron absorption is man that it cannot as used a a fast and reliable oral iron therapy with reasonably low doses be it can be easily practised with quick at lease preparations of ferrous @DRUG$ - for 100 @DRUG$ Fe2	Trivalent iron in simple compounds like ferric ammonium in low - and high-molecular weight carbohydrate of ferric is so poorly available for intestinal iron absorption in that it cannot be used for a fast and reliable therapy with reasonably low doses as it can be with quick - lease preparations of ferrous @DRUG$ at a 100 @DRUG$ Fe2	Trivalent iron in simple compounds like ferric ammonium citrate or in low - and high-molecular weight carbohydrate complexes of ferric hydroxide is so poorly available for intestinal iron absorption in man that it cannot be used for a fast and reliable oral iron therapy with reasonably low doses	1
1	OBJECTIVE: To compare the effect of doxazosin, an alpha-blocker, with @DRUG$, a diuretic, on incidence of CVD in patients with hypertension as part of a study of 4 types of antihypertensive drugs: chlorthalidone, doxazosin, @DRUG$, and lisinopril.	object : To compare the effect of doxazosin , an alpha blocker , with @DRUG$ , a diuretic , on incidence of CVD in patient with hypertension as part of a study of 4 types of antihypertensive drugs : chlorthalidone , doxazosin , @DRUG$ , and prinival .	OBJECTIVE : To compare the effect of doxazosin , an alpha-blocker , with @DRUG$ , antihypertensive diuretic , on incidence of CVD in 4 drugs hypertension as part of a study of a types of patients with : chlorthalidone , doxazosin , @DRUG$ , and lisinopril .	OBJECTIVE : compare the effect of doxazosin , alpha-blocker , with @DRUG$ , a diuretic , incidence of CVD in with hypertension as part a study of 4 types of antihypertensive drugs chlorthalidone , doxazosin , @DRUG$ , and lisinopril .	The study found that doxazosin was more effective than chlorthalidone in reducing the incidence of CVD, while @DRUG$ was more effective than lisinopril.	1
0	This study indicates @DRUG$ cannot be used as a selective inhibitor of CYP2B6 in human liver microsomes and that @DRUG$ is not a selective inhibitor of the flavin-containing monooxygenase in human liver microsomes.	This read point @DRUG$ cannot be used as a selective inhibitor of CYP2B6 in homo liver microsomes and that @DRUG$ is not a selective inhibitor of the flavin-containing monooxygenase in homo liver microsomes .	This study indicates @DRUG$ cannot CYP2B6 used flavin-containing a selective selective of be in human liver microsomes and that @DRUG$ is not a inhibitor inhibitor of the as monooxygenase in human liver microsomes .	This study indicates @DRUG$ cannot be used as a selective inhibitor of CYP2B6 in human liver microsomes and that @DRUG$ is not a selective inhibitor the flavin-containing monooxygenase in human liver microsomes .	@DRUG$ is not a selective inhibitor of CYP2B6 in human liver microsomes, and @DRUG$ is not a selective inhibitor of the flavin-containing monooxygenase in human liver microsomes.	0
0	INTRODUCTION: @DRUG$ is an orally administered sodium @DRUG$ cotransporter 2 inhibitor proposed for the treatment of type 2 diabetes.	foundation : @DRUG$ is an orally administered sodium @DRUG$ cotransporter 2 inhibitor proposed for the treatment of typewrite 2 diabetes .	INTRODUCTION : @DRUG$ is an orally administered type @DRUG$ cotransporter the inhibitor proposed for 2 treatment of sodium 2 diabetes .	INTRODUCTION : @DRUG$ is orally sodium @DRUG$ cotransporter 2 inhibitor proposed for the treatment of type 2 diabetes .	@DRUG$ is a drug that is used to treat type 2 diabetes by inhibiting the sodium @DRUG$ cotransporter 2.	0
0	The use of @DRUG$ or vecuronium, with the potential of reverse of their action with @DRUG$, seems to be safe in patients with impaired neuromuscular transmission, ie, neuromuscular diseases, including myasthenia gravis.	The use of @DRUG$ or vecuronium , with the potential of reverse of their action with @DRUG$ , seems to be safe in affected role with impaired neuromuscular transmission , explorer , neuromuscular diseases , let in myasthenia gravis .	The use of @DRUG$ or vecuronium of seems the potential , reverse of their action with @DRUG$ , with , be safe in patients with impaired neuromuscular transmission , ie to neuromuscular diseases , including myasthenia gravis .	The use @DRUG$ or , with potential of reverse of their action with @DRUG$ , seems to safe in patients with impaired neuromuscular transmission , ie , neuromuscular diseases , including myasthenia gravis .	The use of @DRUG$ or vecuronium , with the potential of reverse of their action with @DRUG$ , seems to be safe in patients with impaired neuromuscular transmission , ie , neuromuscular diseases , including myasthenia gravis ."In other words	0
0	In the meantime it is advised to follow the general CDC dietary recommendations of 2-3 fish meals per week or the equivalent intake of long chain @DRUG$, particularly @DRUG$.	In the meantime it is advised to espouse the general CDC dietary recommendations of 2 - 3 fish meals per week or the equivalent inspiration of long chain @DRUG$ , peculiarly @DRUG$ .	In the meantime it is the to equivalent the general CDC dietary recommendations fish 2 - 3 of meals per week or advised follow intake of long chain @DRUG$ , particularly @DRUG$ .	In the meantime it is advised to follow the general CDC dietary recommendations of 2 - 3 fish meals per week or the equivalent intake of long chain @DRUG$ , particularly @DRUG$ .	It is advised to follow the general CDC dietary recommendations of 2 - 3 fish meals per week or the equivalent intake of long chain @DRUG$, particularly @DRUG$.	0
0	Limited data were available for PEG @DRUG$/sorbitol fatty acid esters, PEG sorbitan @DRUG$ and PEG soy sterols.	Limited information were available for PEG @DRUG$ / sorbitol fatty acid esters , PEG sorbitan @DRUG$ and PEG soybean sterols .	Limited data were for available PEG @DRUG$ sorbitan sorbitol fatty acid esters , PEG / @DRUG$ and PEG soy sterols .	Limited data available for PEG @DRUG$ / sorbitol fatty acid esters , PEG sorbitan @DRUG$ and PEG soy sterols .	There is limited data available on the relationship between PEG @DRUG$ and sorbitol fatty acid esters, PEG sorbitan @DRUG$, and PEG soy sterols.	0
1	When given as monotherapy or in combination with @DRUG$, spirapril may offer potential advantages over the @DRUG$ antagonist nitrendipine.	When given as monotherapy or in combination with @DRUG$ , spirapril crataegus laevigata offer potential advantages over the @DRUG$ opposer nitrendipine .	antagonist given as monotherapy When in combination with @DRUG$ , spirapril may offer potential advantages over the @DRUG$ or nitrendipine .	When given monotherapy or in combination with @DRUG$ spirapril may offer potential advantages over the @DRUG$ antagonist nitrendipine .	Spirapril may offer potential advantages over nitrendipine when given as monotherapy or in combination with @DRUG$.	1
0	The strength of the alginate raft is dependant on several factors, including the amount of carbon dioxide generated and entrapped in the raft, the molecular properties of the @DRUG$, and the presence of @DRUG$ or calcium in the antacid components of the formulation.	The strength of the alginate pile is dependant on several factors , include the amount of atomic number  dioxide generated and entrapped in the pile , the molecular properties of the @DRUG$ , and the presence of @DRUG$ or calcium in the antacid components of the expression .	The strength of the alginate factors is dependant on several in , including the amount of carbon dioxide generated and entrapped raft the raft , the molecular properties of the @DRUG$ , and the presence of @DRUG$ the calcium in the antacid components of or formulation .	The strength of raft is dependant on several factors , including the amount of carbon dioxide and in the raft , the properties of the @DRUG$ , and presence @DRUG$ or calcium in the components of the formulation .	The strength of the alginate raft is dependant on several factors , including the amount of carbon dioxide generated and entrapped in the raft , the molecular properties of the @DRUG$ , and the presence of @DRUG$ or calcium in the antacid components of the formulation ."The	0
0	Some details about the function of natural and synthetical hormonas are reviewed, particularly estrogens as ethynyl estradiol and its 3, Methyl @DRUG$ (mestranol); its peripheral concentration vs tissular hormonal contents, a relationship of biological importance @DRUG$ the first step in its hormonal action and the cummulative local effects that could explain some intra and extracellular phenomena.	Some details about the operate of natural and synthetical hormonas are refresh , particularly estrogens as ethynyl estradiol and its 3 , Methyl @DRUG$ ( mestranol ) ; its peripheral concentration vs tissular hormonal contents , a relationship of biological importance @DRUG$ the first of all step in its hormonal action mechanism and the cummulative topical anesthetic gist that could explain some intra and extracellular phenomena .	Some details about the function of natural particularly synthetical hormonas are and , and , local ethynyl estradiol reviewed intra 3 estrogens Methyl @DRUG$ ( mestranol ) its ; peripheral concentration vs tissular hormonal contents , a relationship of biological importance @DRUG$ the first step in its hormonal action and the cummulative as effects that could explain some its and extracellular phenomena .	Some details about the function natural and synthetical hormonas are , estrogens as ethynyl estradiol and its 3 , Methyl @DRUG$ ( mestranol ) ; peripheral concentration vs tissular hormonal contents , a relationship of biological importance @DRUG$ the first step in its hormonal action and the cummulative local effects that explain some and extracellular phenomena .	The natural and synthetic hormones estrogens and ethynyl estradiol, as well as the hormone mestranol, have an important relationship with @DRUG$. This relationship explains some of the intra and extracellular phenomena that occur in the body.	1
0	An interaction with benzodiazepine or neurosteroid binding sites also was excluded because STP-mediated increase of decay time was still observed when these sites were initially saturated (by clobazam, @DRUG$, or pregnanolone) or blocked (by flumazenil or dehydroepiandrosterone @DRUG$), respectively.	associate in nursing interaction with benzodiazepine or neurosteroid ski binding sites also was excluded because STP - liaise gain of decay time was still observed when these sites were initially saturated ( by clobazam , @DRUG$ , or pregnanolone ) or blocked ( by flumazenil or dehydroepiandrosterone @DRUG$ ) , respectively .	An interaction time benzodiazepine ) ( binding sites also was excluded because STP respectively mediated increase of decay with was still observed when these sites were initially saturated neurosteroid by clobazam , @DRUG$ , or pregnanolone or or blocked ( by flumazenil or dehydroepiandrosterone @DRUG$ ) , - .	An interaction with benzodiazepine or neurosteroid binding also was because STP - mediated increase of decay time still observed these were initially saturated ( by clobazam , @DRUG$ , or pregnanolone ) or blocked ( flumazenil or @DRUG$ ) , .	The increase in decay time observed with STP was still observed when benzodiazepine or neurosteroid binding sites were blocked, indicating that these sites are not involved in the interaction between STP and @DRUG$.	1
0	Study outcomes were the incidence of hyperkalemia, defined @DRUG$ serum potassium concentration >5.0 mmol/@DRUG$, and the relationship between potassium levels and spironolactone dose and duration.	analyse outcomes were the incidence of hyperkalemia , fix @DRUG$ serum potassium concentration > 5.0 mmol / @DRUG$ , and the relationship between potassium levels and spironolactone window pane and duration .	Study outcomes were and incidence of hyperkalemia , defined @DRUG$ > potassium concentration serum 5.0 mmol potassium @DRUG$ , the the relationship between / levels and spironolactone dose and duration .	Study outcomes were the incidence of hyperkalemia , defined @DRUG$ serum potassium concentration > 5.0 mmol / @DRUG$ , and relationship between potassium levels and spironolactone dose and duration .	Study outcomes were the incidence of hyperkalemia, defined as a serum potassium concentration > 5.0 mmol/L, and the relationship between potassium levels and spironolactone dose and duration.	1
0	Worker exposure and a risk assessment of @DRUG$ and @DRUG$ used in the control of Mediterranean fruit fly in South Australia.	doer exposure and a risk assessment of @DRUG$ and @DRUG$ used in the control of mediterranean fruit fly in South Australia .	Worker exposure and the risk fruit of @DRUG$ and @DRUG$ used in a control of Mediterranean assessment fly in South Australia .	Worker exposure a assessment of @DRUG$ and @DRUG$ used in the control of Mediterranean fruit fly in South Australia .	The worker exposure and risk assessment of @DRUG$ and @DRUG$ used in the control of Mediterranean fruit fly in South Australia .	0
1	Two new partial dopamine agonists, brexpiprazole and @DRUG$, are now available in addition to @DRUG$.	Two new partial dopastat agonists , brexpiprazole and @DRUG$ , are now available in addition to @DRUG$ .	Two new partial , agonists , brexpiprazole and @DRUG$ dopamine are now available in addition to @DRUG$ .	Two new partial dopamine agonists , brexpiprazole and @DRUG$ , are now available in addition to @DRUG$ .	There are now three partial dopamine agonists available, brexpiprazole, @DRUG$, and @DRUG$.	0
0	METHODS: In an open, randomized, three-way-cross over study nine healthy volunteers received reviparin (s.c. injection of 6300 anti-Xa units) or placebo from days 3 to 5 and acetylsalicylic acid (@DRUG$ 300 @DRUG$) or placebo from days 1 to 5.	method acting : In an surface , randomized , three - way - hybridization over field nine healthy unpaid worker received reviparin ( s.c. injection of 6300 anti-Xa units ) or placebo from days 3 to 5 and acetylsalicylic acid ( @DRUG$ 300 @DRUG$ ) or placebo from days 1 to 5 .	METHODS : In an open units randomized , three - way - cross anti-Xa , nine and volunteers received reviparin ( s.c. injection of 6300 over study ) or placebo from days 3 to 5 healthy acetylsalicylic days ( @DRUG$ 300 @DRUG$ ) or placebo from acid 1 to 5 .	METHODS : In an open , randomized three - way cross over study nine healthy volunteers reviparin ( s.c. injection of anti-Xa units ) or placebo from 3 to 5 and acetylsalicylic acid ( @DRUG$ 300 @DRUG$ or placebo days 1 to 5 .	METHODS : In an open , randomized , three - way - cross over study nine healthy volunteers received reviparin ( s.c. injection of 6300 anti-Xa units ) or placebo from days 3 to 5 and acetylsalicylic acid ( @DRUG$ 300 @DRUG$	0
0	Further, as zinc deficiency is known to be a primary cause of taste disorders, a clinical phase III study is in progress to determine taste disorders @DRUG$ a new indication of @DRUG$.	Further , as zinc deficiency is known to be a primary lawsuit of taste disorders , a clinical phase ternion study is in progress to determine taste disorders @DRUG$ a raw indication of @DRUG$ .	a , as zinc deficiency is known to be a disorders cause of taste primary , a clinical is III study phase in progress to determine taste disorders @DRUG$ Further new indication of @DRUG$ .	Further , as zinc deficiency is known to be a primary cause of taste disorders a clinical phase study is in progress to determine taste @DRUG$ a indication of @DRUG$ .	Zinc deficiency is known to be a primary cause of taste disorders, so a clinical phase III study is in progress to determine if @DRUG$ can be used to treat taste disorders.	1
0	Serum estradiol (E(2)) and progesterone (P) levels in serum were determined by radioimmunoassay, and @DRUG$ receptors and @DRUG$ receptors (PRs) in the endometrium were assessed by immunohistochemistry.	serum estradiol ( E( 2 ) ) and lipo lutin ( P ) degree in serum were determined by radioimmunoassay , and @DRUG$ receptors and @DRUG$ receptors ( PRs ) in the endometrium were assessed by immunohistochemistry .	Serum determined ( E( the ) ) and progesterone ( P ) levels in serum 2 estradiol by radioimmunoassay , and @DRUG$ receptors and @DRUG$ receptors ( PRs ) in were endometrium were assessed by immunohistochemistry .	Serum estradiol ( E( 2 ) ) and progesterone ( P ) levels in serum were by radioimmunoassay and @DRUG$ receptors and @DRUG$ receptors ( PRs ) in the endometrium were assessed by immunohistochemistry .	The levels of estradiol and progesterone in serum were determined, and the receptors for @DRUG$ and @DRUG$ were assessed by immunohistochemistry.	0
1	In particular, people taking @DRUG$ showed more favourable values for leisure time (5.4 vs. 3.7, P value < 0.001), housing (6.1 vs. 4.7, P value < 0.023), partnerships (5.7 vs. 4.2, P value = 0.034), friend and acquaintances (5.6 vs. 4.4, P value = 0.003), mental health (5.0 vs. 3.4, P value = 0.002) and self esteem (8.2 vs. 5.7, P value = 0.002) compared to people taking SROM; while people taking @DRUG$ obtained better scores for physical health.Medical adverse events were consistently higher in people in SROM than in the comparison groups.	In specific , people taking @DRUG$ showed more golden values for leisure time time ( 5.4 vs. 3.7 , P value < 0.001 ) , put up ( 6.1 vs. 4.7 , P value < 0.023 ) , partnerships ( 5.7 vs. 4.2 , P value = 0.034 ) , friend and acquaintances ( 5.6 vs. 4.4 , P value = 0.003 ) , genial health ( 5.0 vs. 3.4 , P value = 0.002 ) and ego esteem ( 8.2 vs. 5.7 , P value = 0.002 ) compared to people taking SROM ; while people taking @DRUG$ obtained skilful scores for forcible health . Medical adverse effect were systematically higher in people in SROM than in the comparability radical .	In particular were people taking @DRUG$ showed more ) values for leisure time ( 5.4 vs. and , P value < 0.001 ) , housing comparison P vs. 4.7 , P value < 0.023 favourable , partnerships ( 5.7 vs. 4.2 , 6.1 value = adverse ) , friend 3.7 acquaintances ( . vs. 4.4 ) 5.6 value = 0.003 , , mental health , 5.0 vs. 3.4 , P value = 0.002 while and self esteem ( 8.2 5.7 vs. , P value = 0.002 ) compared to people taking SROM ; ) people taking @DRUG$ obtained better scores for physical health P Medical 0.034 events ( consistently higher in people in SROM than in the ( groups .	In particular , people taking @DRUG$ showed more favourable values for leisure time ( 5.4 3.7 , P value < 0.001 , housing ( 6.1 vs. 4.7 P value < 0.023 ) , partnerships ( 5.7 vs. 4.2 , P value = 0.034 ) , friend and acquaintances ( 5.6 vs. P value = 0.003 , mental health ( 5.0 vs. 3.4 , P value = 0.002 ) and self esteem ( 8.2 vs. 5.7 , value = 0.002 compared to people taking SROM ; while people taking @DRUG$ obtained better scores for physical health . Medical adverse events were consistently higher in people SROM than in the comparison groups .	People taking @DRUG$ showed more favourable values for leisure time, housing, partnerships, friend and acquaintances, mental health, and self esteem compared to people taking SROM; while people taking @DRUG$ obtained better scores for physical health. Medical adverse events were consistently higher in people in SROM than in	0
0	In a Phase III, randomized, blinded clinical trial evaluating anidulafungin (50 mg/@DRUG$) versus fluconazole (100 @DRUG$/d) for the treatment of EC, 97.2% and 98.9% of patients who received anidulafungin and fluconazole, respectively, showed evidence of cure or improvement (treatment difference, -1.6%; 95% CI, -4.1 to 0.8).	In a stage triplet , randomized , blinded clinical visitation evaluating anidulafungin ( 50 mg / @DRUG$ ) versus fluconazole ( c @DRUG$ / d ) for the treatment of european economic community , 97.2 % and 98.9 % of patient who received anidulafungin and fluconazole , respectively , showed evidence of cure or improvement ( treatment deviation , - 1.6 % ; 95 % CI , -4.1 to 0.8 ) .	In a Phase III , and , blinded clinical trial evaluating anidulafungin ( 50 mg / @DRUG$ ) versus fluconazole ( 100 @DRUG$ / d % for to treatment of EC , 97.2 % and 98.9 % of patients who or cure randomized fluconazole , respectively , , evidence of anidulafungin received improvement ( treatment difference , - 1.6 % ; 95 ) CI showed -4.1 the 0.8 ) .	In a Phase III , randomized , blinded clinical trial evaluating anidulafungin ( 50 mg / @DRUG$ ) versus fluconazole ( 100 @DRUG$ / d ) for the treatment of EC , 97.2 % and 98.9 % of patients who anidulafungin and fluconazole , respectively , showed evidence of cure or improvement ( treatment difference - 1.6 % ; 95 % , -4.1 to 0.8 ) .	Anidulafungin was found to be as effective as fluconazole in the treatment of EC.	1
1	The major difference between these 2 compounds is the higher liver extraction of @DRUG$ during the absorption phase compared with @DRUG$ (67 versus 45%, respectively, in the same dose range).	The john roy major difference between these 2 compounds is the higher liver extraction of @DRUG$ during the absorption phase compared with @DRUG$ ( 67 versus 45 % , severally , in the same loony toons range ) .	The , difference in these 2 compounds higher the is liver extraction of @DRUG$ during the absorption phase compared with @DRUG$ ( 67 versus 45 % , respectively major between the same dose range ) .	The major difference between these 2 compounds is the liver extraction of @DRUG$ the absorption phase compared with @DRUG$ ( 67 versus 45 % , respectively in the same dose range ) .	@DRUG$ is more quickly and completely absorbed by the body than @DRUG$, but because it is more quickly absorbed, it is also more quickly eliminated by the body.	0
0	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, butterbur, @DRUG$, coenzyme Q10, and magnesium citrate) and 6 received a weak recommendation (divalproex sodium, flunarizine, pizotifen, venlafaxine, verapamil, and lisinopril).	base on our review , 11 contraceptive drugs received a solid good word for use ( topiramate , propranolol , corgard , metoprolol , amitriptyline , gabapentin , @DRUG$ , butterbur , @DRUG$ , coenzyme Q10 , and magnesium citrate ) and 6 received a weak good word ( divalproex sodium , flunarizine , pizotifen , venlafaxine , calan , and lisinopril ) .	Based on , review , 11 lisinopril drugs received , strong recommendation for use ( topiramate , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , @DRUG$ , butterbur , @DRUG$ a coenzyme Q10 , and magnesium citrate ) and ( received a weak recommendation 6 divalproex sodium our flunarizine , pizotifen , venlafaxine , verapamil , prophylactic and ) .	Based on our review , 11 prophylactic drugs received a strong recommendation for use ( topiramate , propranolol , nadolol , metoprolol amitriptyline , gabapentin , @DRUG$ , butterbur , @DRUG$ , coenzyme Q10 , and citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , pizotifen , , verapamil , and lisinopril ) .	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, butterbur, @DRUG$, co	0
0	Low doses of amisulpride preferentially block presynaptic @DRUG$(2)/D(3)-@DRUG$ autoreceptors, thereby enhancing dopaminergic transmission, whereas higher doses block postsynaptic receptors, thus inhibiting dopaminergic hyperactivity.	Low doses of amisulpride preferentially block presynaptic @DRUG$ ( 2 ) / D( 3 ) - @DRUG$ autoreceptors , thereby enhance dopaminergic transmission , whereas high pitched doses block postsynaptic receptors , hence inhibiting dopaminergic hyperactivity .	Low doses 2 amisulpride preferentially block presynaptic @DRUG$ ( of ) / D( , ) - @DRUG$ autoreceptors , thereby enhancing dopaminergic transmission 3 whereas higher receptors block postsynaptic doses , thus inhibiting dopaminergic hyperactivity .	Low doses of amisulpride block presynaptic @DRUG$ ( ) / D( ) @DRUG$ autoreceptors , thereby enhancing transmission , whereas higher doses block postsynaptic receptors thus hyperactivity .	Low doses of amisulpride preferentially block presynaptic @DRUG$ ( 2 ) / D( 3 ) - @DRUG$ autoreceptors , thereby enhancing dopaminergic transmission , whereas higher doses block postsynaptic receptors , thus inhibiting dopaminergic hyperactivity .	0
0	It is an ideal target for monoclonal antibodies (mAb), such @DRUG$ @DRUG$ and ofatumumab, as it is expressed at high levels on most B-cell malignancies, but does not become internalized or shed from the plasma membrane following mAb treatment.	information technology is an ideal target for monoclonal antibodies ( mAb ) , such @DRUG$ @DRUG$ and ofatumumab , as it is extract at high storey on most B-cell malignancies , but does not become internalized or shed from the plasma tissue layer following mAb treatment .	It an is levels target for monoclonal antibodies ( mAb ) , such @DRUG$ @DRUG$ does ofatumumab , as it is expressed at high ideal on most B-cell malignancies , but and not become internalized or shed from the plasma mAb following membrane treatment .	is an ideal target for monoclonal antibodies ( mAb ) , such @DRUG$ @DRUG$ and ofatumumab , as it is at high most B-cell malignancies , but does not become internalized or shed from the plasma membrane mAb .	@DRUG$ is expressed at high levels on most B-cell malignancies, but does not become internalized or shed from the plasma membrane following mAb treatment.	1
0	In pre-planned secondary analyses, a significant decrease in sweat chloride concentration occurred in the treatment groups between day 1 and day 56 (@DRUG$ 400 mg once per day group -9.1 mmol/L, p<0.001; lumacaftor 600 @DRUG$ once per day group -8.9 mmol/L, p<0.001; lumacaftor 400 mg every 12 h group -10.3 mmol/L, p=0.002).	In pre-planned secondary coil depth psychology , a important step down in sweat chloride concentration occurred in the handling groups between day 1 and day 56 ( @DRUG$ four hundred mg once per day group - 9.1 mmol / cubic decimetre , p<0.001 ; lumacaftor 600 @DRUG$ once per day group - 8.9 mmol / cubic decimetre , p<0.001 ; lumacaftor four hundred mg every 12 h group - 10.3 mmol / cubic decimetre , p=0.002 ) .	) pre-planned secondary analyses , a significant decrease in sweat day 1 occurred in the treatment groups between day - / day 56 ( @DRUG$ 400 mg once per chloride group concentration 9.1 mmol and 400 group p<0.001 ; lumacaftor 600 @DRUG$ once per day , - 8.9 mmol / L , p<0.001 ; lumacaftor L mg every 12 h group - 10.3 mmol / L , p=0.002 In .	In pre-planned secondary analyses , a significant in sweat chloride concentration occurred in the treatment groups between day 1 and day ( @DRUG$ 400 mg once per day group - 9.1 mmol / L , p<0.001 ; lumacaftor 600 @DRUG$ once per day group - 8.9 mmol / L , p<0.001 ; lumacaftor 400 mg 12 h - 10.3 mmol / L , p=0.002 ) .	There was a significant decrease in sweat chloride concentration in the groups taking @DRUG$ (400 mg once per day, lumacaftor 600 mg once per day, and lumacaftor 400 mg every 12 hours) between day 1 and day 56.	1
0	The subjects were assigned to receive a single dose, 675, 2025, or 4050 mg, of @DRUG$ L-threonate (n=12) or repeated doses of 2025 @DRUG$ twice daily for 4 d (n=12).	The subjects were assigned to receive a single dose , 675 , 2025 , or 4050 mg , of @DRUG$ L-threonate ( n=12 ) or duplicate doses of 2025 @DRUG$ twice day to day for quadruplet d ( n=12 ) .	The subjects were assigned to receive a single dose , 675 , 2025 , 4050 ( mg , of @DRUG$ L-threonate daily n=12 ) or repeated doses of 2025 @DRUG$ twice ( for 4 d or n=12 ) .	The subjects were assigned to receive a dose 675 , 2025 , or 4050 mg , of @DRUG$ L-threonate ( n=12 ) or doses of 2025 @DRUG$ twice daily for 4 d ( n=12 ) .	Subjects were assigned to receive a single dose of 675, 2025, or 4050 mg of @DRUG$ L-threonate, or repeated doses of 2025 @DRUG$ twice daily for 4 days.	0
0	It could be demonstrated that @DRUG$- and @DRUG$-regulated protein kinases are the intracellular mediators for prostaglandin-E1- and nitroprusside-induced protein phosphorylation, respectively.	information technology could be demonstrated that @DRUG$ - and @DRUG$ - regulated protein kinases are the intracellular intercessor for prostaglandin - E1 - and nitroprusside - induced protein phosphorylation , severally .	It prostaglandin be demonstrated that @DRUG$ for and @DRUG$ - regulated protein kinases are the intracellular mediators respectively could - E1 - and nitroprusside - induced protein phosphorylation , - .	It could be demonstrated that @DRUG$ - and @DRUG$ - regulated protein kinases are the intracellular mediators for prostaglandin - E1 - and nitroprusside - induced protein phosphorylation , respectively .	@DRUG$ and @DRUG$ regulate protein kinases, which are intracellular mediators for prostaglandin - E1 - and nitroprusside - induced protein phosphorylation .	0
0	Molecular O2 is an obligatory substrate for the successive syntheses of 17alpha-OH @DRUG$ and @DRUG$ (DHEA) by cytochrome P450c17 in the zona reticularis of the adrenal cortex, in which it is suggested that arteriosclerosis --> decreased blood flow --> O2 and glucose deficit --> decreased O2-requiring synthesis of DHEA --> eventual decrease in number of DHEA-synthesizing cells.	Molecular O2 is an obligatory substrate for the sequential syntheses of 17alpha - OH @DRUG$ and @DRUG$ ( DHEA ) by cytochrome P450 c17 in the zone reticularis of the adrenal cortex , in which it is suggested that arteriosclerosis --> decreased blood menstruum --> O2 and glucose deficit --> decreased O2 - requiring synthetic thinking of DHEA --> eventual step down in number of DHEA - synthesise cells .	Molecular O2 is an - substrate for the successive in of 17alpha OH - @DRUG$ and @DRUG$ ( DHEA ) by cytochrome P450 c17 decreased the zona reticularis of the adrenal cortex , in which DHEA is suggested that requiring --> syntheses blood flow --> O2 and glucose deficit --> decreased O2 - arteriosclerosis synthesis of DHEA --> eventual decrease in number of it obligatory synthesizing cells .	Molecular O2 is an obligatory substrate for the successive syntheses of 17alpha - @DRUG$ and @DRUG$ ( DHEA ) by P450 c17 in the zona reticularis of the adrenal cortex , in which it is suggested that arteriosclerosis --> decreased blood flow --> O2 and glucose deficit --> decreased O2 - requiring synthesis DHEA --> eventual decrease in of DHEA - synthesizing cells .	Molecular O2 is necessary for the successive syntheses of 17alpha - OH @DRUG$ and @DRUG$ ( DHEA ) by cytochrome P450 c17 in the zona reticularis of the adrenal cortex . In other words, without molecular O2, the	0
0	Neither @DRUG$ nor @DRUG$ conjugates were detected.	Neither @DRUG$ nor @DRUG$ conjugates were detect .	Neither @DRUG$ nor @DRUG$ conjugates detected were .	Neither @DRUG$ nor @DRUG$ conjugates were detected .	Neither @DRUG$ nor @DRUG$ are detectable.	0
0	All three main metabolites are found in human serum, cerebrospinal fluid, and urine, and @DRUG$-(-)-@DRUG$ accounts for most of the metabolite pool.	All tercet main metabolites are found in human serum , cerebrospinal unstable , and urine , and @DRUG$ -(-) - @DRUG$ accounts for most of the metabolite pool .	All three main metabolites are found in human serum , cerebrospinal fluid , and urine , -(-) @DRUG$ for - @DRUG$ accounts and most of the metabolite pool .	All three metabolites are found in human serum , cerebrospinal fluid , and urine and @DRUG$ - @DRUG$ accounts for most of the metabolite pool .	All three main metabolites are found in human serum, cerebrospinal fluid, and urine, and @DRUG$-(-) - @DRUG$ accounts for most of the metabolite pool.	0
0	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of brecanavir was synergistic with the effects of stavudine and additive to the effects of zidovudine, tenofovir, @DRUG$, didanosine, adefovir, @DRUG$, lamivudine, and emtricitabine.	When brecanavir was tested in combining with nucleoside reverse transcriptase inhibitor , the antiviral bodily process of brecanavir was interactive with the effects of stavudine and additive to the effects of zidovudine , tenofovir , @DRUG$ , didanosine , adefovir , @DRUG$ , lamivudine , and emtricitabine .	When brecanavir was adefovir and combination with nucleoside reverse transcriptase inhibitors , the , activity of brecanavir was synergistic effects the effects of stavudine and additive to the with of zidovudine , tenofovir , @DRUG$ , didanosine , tested antiviral @DRUG$ , lamivudine , in emtricitabine .	When brecanavir was tested combination with nucleoside reverse transcriptase inhibitors , the antiviral activity brecanavir was synergistic with the effects of stavudine and additive to effects of zidovudine , tenofovir @DRUG$ , didanosine , adefovir , @DRUG$ , lamivudine , and emtricitabine .	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of brecanavir was synergistic with the effects of stavudine and additive to the effects of zidovudine, tenofovir, @DRUG$, did	1
0	Augmentation of @DRUG$ analgesia by the antihistamine @DRUG$.	Augmentation of @DRUG$ analgesia by the antihistamine @DRUG$ .	Augmentation of @DRUG$ analgesia by the antihistamine @DRUG$ .	Augmentation of @DRUG$ analgesia the antihistamine @DRUG$ .	The antihistamine @DRUG$ augments the analgesia (pain relief) caused by the drug @DRUG$ .	0
0	RESULTS: After 22 weeks, although the changes in the estimated glomerular filtration rate and blood pressure were not significant, the percent change in the serum urate level (-45.38 vs. -0.08 %, P < 0.0001) and the percent change in urinary albumin-to-@DRUG$ ratio (-33.0 vs. -6.0 %, P = 0.0092) were found to have decreased in the @DRUG$ as compared with the placebo.	RESULTS : After xxii weeks , although the change in the estimated glomerular filtration rate and rake air pressure were not significant , the percent change in the blood serum urate level ( - 45.38 vs. - 0.08 % , p < 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - 33.0 vs. - 6.0 % , p = 0.0092 ) were found to have decreased in the @DRUG$ as compare with the placebo .	- : After 22 weeks , although the changes , in estimated glomerular filtration < and blood 0.0092 were not significant , the serum change albumin-to the percent urate level ( RESULTS 45.38 vs. - 0.08 % in P rate 0.0001 ) and the percent change the urinary in - @DRUG$ ratio ( - 33.0 vs. - 6.0 % , P = pressure ) were found to have decreased in the @DRUG$ as compared with the placebo .	After 22 weeks although the changes the estimated glomerular filtration rate and blood pressure were not significant , the percent change in the serum urate level ( - 45.38 vs. - 0.08 % , P 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - 33.0 - 6.0 % , P = 0.0092 ) were found have decreased in the @DRUG$ as compared with the placebo .	After 22 weeks, the percent change in the serum urate level ( - 45.38 vs. - 0.08 % , P < 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - 33.0 vs. - 6.0 % ,	1
0	In this review, data regarding the neurotoxicity of several organic filters: octyl methoxycinnamate, benzophenone-3 and -4, @DRUG$, 3-benzylidene camphor and octocrylene, and two allowed inorganic filters: zinc oxide and @DRUG$, is presented and discussed.	inch this reexamination , data regarding the neurotoxicity of respective organic permeate : octyl methoxycinnamate , benzophenone - 3 and - 4 , @DRUG$ , 3 - benzylidene camphor and octocrylene , and two allowed inorganic permeate : zinc oxide and @DRUG$ , is presented and discussed .	In zinc review , data regarding benzophenone neurotoxicity of several benzylidene filters : octyl methoxycinnamate , the and 3 and - 4 , @DRUG$ , 3 - organic camphor - octocrylene , and two allowed inorganic filters : this oxide and @DRUG$ , is presented and discussed .	this review , data regarding the neurotoxicity of several organic filters octyl methoxycinnamate , benzophenone - 3 and - 4 , @DRUG$ 3 - benzylidene camphor and octocrylene two allowed inorganic filters zinc oxide and @DRUG$ , is presented and discussed .	The neurotoxicity of several organic filters (such as octyl methoxycinnamate, benzophenone-3 and -4, @DRUG$, 3-benzylidene camphor and octocrylene) and two allowed inorganic filters (zinc oxide and @DRUG$)	0
0	As a racemic mixture, @DRUG$ contains (R)- and (S)-amlodipine isomers, but only (S)-amlodipine @DRUG$ the active moiety possesses therapeutic activity.	As a racemic mixing , @DRUG$ contains ( R ) - and ( S ) - amlodipine isomers , but only ( S ) - amlodipine @DRUG$ the fighting moiety possesses curative activity .	As active racemic mixture , @DRUG$ contains ( R ) - and ( S ) - a isomers , but only ( S ) moiety amlodipine @DRUG$ the amlodipine - possesses therapeutic activity .	As a racemic mixture , @DRUG$ contains ( R ) and ( S ) - amlodipine isomers , but only ( S ) - amlodipine @DRUG$ the active moiety possesses therapeutic activity .	@DRUG$ is a racemic mixture of ( R ) - and ( S ) - amlodipine isomers, but only the ( S ) - amlodipine isomer has therapeutic activity.	1
0	METHODS: After an overnight fast, eight healthy volunteers were treated with either 400 ml @DRUG$ juice or water before intravenous (12 mg) or oral @DRUG$ (600 mg) was administered.	METHODS : After an overnight fast , eight healthy volunteers were care for with either 400 ml @DRUG$ juice or pee before intravenous ( 12 mg ) or viva voce @DRUG$ ( 600 mg ) was administered .	After : mg an ) fast , eight healthy volunteers were treated with either 400 ml @DRUG$ juice or water before intravenous ( 12 mg overnight or oral @DRUG$ ( 600 METHODS ) was administered .	METHODS : After an overnight eight healthy volunteers were with either 400 ml @DRUG$ juice or water before intravenous ( 12 mg ) @DRUG$ ( mg ) was administered .	@DRUG$ was found to significantly increase the bioavailability of @DRUG$ after oral administration.	0
0	This study aimed at describing the pharmacokinetics and the concentration-effect relationships of @DRUG$ and hydrocortisone on urinary sodium/@DRUG$ excretion in healthy volunteers.	This subject field aimed at describing the pharmacokinetics and the concentration - issue relationships of @DRUG$ and hydrocortisone on urinary sodium / @DRUG$ excretion in healthy volunteers .	This study healthy of describing the pharmacokinetics and the concentration - effect relationships at @DRUG$ and hydrocortisone on urinary sodium / @DRUG$ excretion in aimed volunteers .	This study aimed at describing pharmacokinetics and the concentration - effect relationships of @DRUG$ and hydrocortisone urinary sodium / @DRUG$ excretion healthy volunteers	The study found that as the concentration of @DRUG$ increased, the amount of sodium excreted in the urine also increased. However, when the concentration of hydrocortisone increased, the amount of sodium excreted in the urine decreased.	1
0	Results of the elution study confirmed the higher affinity of @DRUG$ trisilicate over that of bismuth oxycarbonate and @DRUG$ for the steroids tested.	Results of the elution study support the higher affinity of @DRUG$ trisilicate over that of bismuth oxycarbonate and @DRUG$ for the steroids prove .	Results of the study and confirmed the higher affinity of @DRUG$ trisilicate over that of bismuth oxycarbonate elution @DRUG$ for the steroids tested .	Results of the elution study confirmed the higher affinity of @DRUG$ trisilicate that of bismuth oxycarbonate and @DRUG$ the tested	@DRUG$ trisilicate has a higher affinity than bismuth oxycarbonate for the steroids tested.	1
0	RESULTS: @DRUG$ is a reversible and competitive inhibitor of 3-hydroxy-3-methylglutaryl-coenzyme A reductase, decreasing the de novo @DRUG$ synthesis.	RESULTS : @DRUG$ is a reversible and competitive inhibitor of trinity - hydroxy - trinity - methylglutaryl - coenzyme A reductase , decreasing the diamond state novo @DRUG$ synthesis .	A : @DRUG$ is a reversible and competitive inhibitor of 3 - hydroxy - 3 - methylglutaryl - coenzyme decreasing reductase , RESULTS the de novo @DRUG$ synthesis .	RESULTS : @DRUG$ is a reversible and competitive inhibitor of - hydroxy - - methylglutaryl - coenzyme A reductase , decreasing the de novo synthesis .	@DRUG$ inhibits the production of @DRUG$ by blocking the enzyme that is responsible for its production.	0
0	@DRUG$ (beta-alanyl-@DRUG$ disulfide) exhibits striking biological activities in diverse systems.	@DRUG$ ( beta-alanyl-@DRUG$ disulfide ) parade striking biological activities in diverse systems .	@DRUG$ ( beta-alanyl-@DRUG$ diverse ) exhibits striking biological activities in disulfide systems .	@DRUG$ ( beta-alanyl-@DRUG$ ) exhibits striking biological activities in diverse systems .	@DRUG$ is a powerful drug that has many different effects on the body.	1
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, chlortetracycline, oxytetracycline and tetracycline), three antiprotozoal agents (diclazuril, imidocarb and nicarbazin), one glucocorticosteroid (@DRUG$), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (@DRUG$).	A summary follows of the citizens committee 's valuation of toxicological and residue data on a variety of veterinary drug : five anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , septenary antimicrobial agents ( garamycin , procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal drug agents ( diclazuril , imidocarb and nicarbazin ) , unmatched glucocorticosteroid ( @DRUG$ ) , unmatched yield aid ( recombinant bovine somatotropins ) and unmatched tranquilizing agent ( @DRUG$ ) .	follows summary A agents the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs tranquilizing five anthelminthic agents ( eprinomectin , febantel , ( , , and moxidectin ) , seven antimicrobial of ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and tetracycline ) oxfendazole three antiprotozoal agents ( diclazuril ) imidocarb and nicarbazin ) , one glucocorticosteroid fenbendazole @DRUG$ , , one production aid : recombinant bovine somatotropins ) and one ( agent ( @DRUG$ ) .	A follows of the Committee 's evaluations of toxicological residue data on a variety of drugs : five anthelminthic agents eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and , three antiprotozoal agents ( diclazuril , and nicarbazin ) , one glucocorticosteroid ( @DRUG$ ) , one production aid ( recombinant bovine somatotropins ) and tranquilizing agent ( @DRUG$ ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents, seven antimicrobial agents, three antiprotozoal agents, one glucocorticosteroid and one tranquilizing agent. Of these, the Committee found that the toxic	1
0	Clinical and preclinical data suggest that the wake-promoting effects of solriamfetol differ from medications such @DRUG$ modafinil and @DRUG$.	clinical and preclinical data suggest that the inflame - promoting effects of solriamfetol differ from medications such @DRUG$ modafinil and @DRUG$ .	Clinical and preclinical data suggest that the wake - promoting effects of differ solriamfetol medications from such @DRUG$ modafinil and @DRUG$ .	Clinical and preclinical data suggest that the wake - promoting effects of differ from medications such @DRUG$ modafinil and @DRUG$ .	Clinical and preclinical data suggest that the wake - promoting effects of solriamfetol differ from medications such as modafinil and armodafinil .	1
0	Relative to other anticholinergic drugs, oxybutynin appears at least @DRUG$ effective as propantheline and similar in efficacy to @DRUG$ in small trials, although these results are not definitive.	Relative to other anticholinergic drugs , oxybutynin come along at least @DRUG$ effective as propantheline and similar in efficacy to @DRUG$ in minor run , although these results are not definitive .	Relative to other at drugs , oxybutynin appears as least @DRUG$ effective anticholinergic propantheline and similar in efficacy to @DRUG$ in small trials , although definitive results are not these .	Relative to other anticholinergic drugs , oxybutynin appears at least @DRUG$ effective as propantheline and similar in efficacy to @DRUG$ in small trials although these results are not definitive .	Oxybutynin is at least as effective as propantheline and similar in efficacy to other anticholinergic drugs in small trials, although these results are not definitive.	1
0	EVIDENCE REVIEW: Saxagliptin significantly improves glycemic control vs placebo, as demonstrated by decreasing glycated hemoglobin, fasting plasma glucose, and postprandial plasma glucose levels when used as monotherapy; in initial combination with metformin; and @DRUG$ add-on therapy with @DRUG$, sulfonylurea (SU), or thiazolidinedione (TZD).	EVIDENCE reexamination : Saxagliptin significantly ameliorate glycemic control condition vs placebo , as demonstrated by decreasing glycated hemoglobin , fasting plasma glucose , and postprandial plasma glucose layer when used as monotherapy ; in initial combining with metformin ; and @DRUG$ add - on therapy with @DRUG$ , sulfonylurea ( SU ) , or thiazolidinedione ( TZD ) .	control by : Saxagliptin significantly improves glycemic EVIDENCE vs placebo , as demonstrated REVIEW decreasing glycated hemoglobin , fasting - glucose , and postprandial plasma glucose levels when used as monotherapy ; in ; combination with metformin on and @DRUG$ add plasma initial therapy with @DRUG$ , sulfonylurea ( SU ) , or thiazolidinedione ( TZD ) .	EVIDENCE REVIEW : Saxagliptin significantly improves glycemic control placebo , as demonstrated by decreasing glycated hemoglobin , fasting plasma glucose , and postprandial glucose when used as monotherapy ; in initial combination with metformin and @DRUG$ add - on therapy with @DRUG$ , sulfonylurea ( SU ) , or thiazolidinedione ( TZD .	Saxagliptin significantly improves glycemic control vs placebo when used as monotherapy, in initial combination with metformin, and @DRUG$ add-on therapy with @DRUG$, sulfonylurea (SU), or thiazolidinedione (TZD).	0
0	Feeding RAC increased belly yield, TA, TL, SA, and @DRUG$ (@DRUG$<0.05), but did not alter moisture or fat composition (P>0.05).	feed RAC increased belly yield , TA , TL , SA , and @DRUG$ ( @DRUG$ < 0.05 ) , but did not vary moisture or fat theme ( P>0.05 ) .	Feeding RAC increased belly yield , TA , but , SA , and @DRUG$ ( @DRUG$ or 0.05 not , TL did ) alter moisture < fat composition ( P>0.05 ) .	Feeding RAC increased belly yield , , TL , SA , and @DRUG$ ( @DRUG$ < 0.05 ) , but did not alter moisture or fat composition ( P>0.05 ) .	Feeding RAC increased belly yield, TA, TL, SA, and @DRUG$ (@DRUG$ < 0.05), but did not alter moisture or fat composition (P>0.05).	0
0	The actions of 13 general anaesthetics (@DRUG$, enflurane, isoflurane, methoxyflurane, sevoflurane, chloral hydrate, @DRUG$, tribromoethanol, tert-butanol, chloretone, brometone, trichloroethylene, and alpha-chloralose) were studied on agonist-activated Cl(-) currents at human GABA(A) alpha(2)beta(1), glycine alpha(1), and GABA(C) rho(1) receptors expressed in human embryonic kidney 293 cells.	The actions of 13 general anaesthetics ( @DRUG$ , ethrane , isoflurane , methoxyflurane , sevoflurane , chloral hydrate , @DRUG$ , tribromoethyl alcohol , tert- butyl alcohol , chloretone , brometone , trichloroethylene , and alpha-chloralose ) were studied on agonist- trigger off Cl ( - ) currents at human gamma aminobutyric acid ( a ) alpha ( 2 ) beta ( 1 ) , glycine alpha ( 1 ) , and gamma aminobutyric acid ( vitamin c ) rho ( 1 ) receptors expressed in human embryonic kidney 293 electric cell .	The actions of 13 general anaesthetics in @DRUG$ ( enflurane , isoflurane hydrate methoxyflurane , sevoflurane ( ) , , @DRUG$ , tert- , tribromoethanol butanol , chloretone , brometone , trichloroethylene , and alpha-chloralose ) were studied 293 agonist- activated Cl ( - ) currents at human GABA ( A ) alpha ( 2 ) beta , ) chloral , glycine alpha ( 1 1 , and GABA , C ) rho ( 1 ) receptors expressed ( human embryonic kidney on cells .	The actions of 13 general anaesthetics ( @DRUG$ , , isoflurane , methoxyflurane , sevoflurane , chloral hydrate , @DRUG$ , tribromoethanol , tert- butanol , chloretone , brometone , trichloroethylene , and alpha-chloralose ) were on agonist- activated Cl ( - ) currents at human GABA ( A ) alpha ( 2 ) beta ( 1 ) , glycine ( 1 ) , and GABA ( C ) rho ( 1 ) receptors expressed in human embryonic kidney 293 cells .	The actions of 13 general anaesthetics ( @DRUG$ ) were studied on agonist- activated Cl ( - ) currents at human GABA ( A ) alpha ( 2 ) beta ( 1 ) , glycine alpha ( 1 ) , and GABA ( C ) rho ( 1 ) receptors expressed in	1
0	The study was carried out in 20 healthy young volunteers given, according to a cross over design, a single subcutaneous injection of the doses recommended for the prophylaxis of deep vein thrombosis (commercial preparations, prefilled syringes): dalteparin 2,500 IU (= 2,500 IU anti-Xa), nadroparin 7,500 ICU (= 3,075 IU anti-Xa), enoxaparin 20 @DRUG$ (= 2,000 IU anti-Xa) and @DRUG$ 40 mg (= 4,000 IU anti-Xa).	The study was carried out in twenty salubrious young volunteers given , harmonise to a cross over design , a single subcutaneous injectant of the sexually transmitted disease recommended for the prophylaxis of deep vein thrombosis ( commercial preparations , prefilled syringes ) : dalteparin 2,500 IU ( = 2,500 IU anti-Xa ) , nadroparin 7,500 icu ( = 3,075 IU anti-Xa ) , enoxaparin twenty @DRUG$ ( = 2,000 IU anti-Xa ) and @DRUG$  milligram ( = 4,000 IU anti -Xa ) .	The study was carried out in 20 for young volunteers given , ) subcutaneous a cross vein design , a IU to injection of the doses recommended healthy the prophylaxis ( deep over thrombosis ( commercial preparations , prefilled syringes according : dalteparin 2,500 IU of = 2,500 = anti-Xa ) , nadroparin and ICU ( single 3,075 IU anti-Xa ) , enoxaparin 20 @DRUG$ ( = 2,000 IU anti-Xa ) 7,500 @DRUG$ 40 mg ( = 4,000 IU anti -Xa ) .	The study was carried out in 20 healthy young volunteers given , according to a cross over design , a single subcutaneous injection of the doses for the prophylaxis of deep vein thrombosis ( commercial preparations , syringes ) dalteparin 2,500 IU ( = IU anti-Xa ) , nadroparin 7,500 ICU ( = 3,075 IU anti-Xa ) , enoxaparin 20 @DRUG$ ( = 2,000 IU anti-Xa and @DRUG$ 40 ( = 4,000 IU anti -Xa ) .	The study found that, when compared to a placebo, all of the doses of dalteparin, nadroparin, and enoxaparin studied were effective in preventing deep vein thrombosis. However, enoxaparin 20 @DRUG$ was found to be more effective than	1
0	An equipotent beta 1-adrenoceptor-blocking dose of atenolol (100 mg), compared with 10 and 20 @DRUG$ @DRUG$, was found to increase airway resistance in the population of asthmatic patients studied.	An equipotent beta 1 - adrenoceptor - blocking dose of tenormin ( c magnesium ) , compared with 10 and 20 @DRUG$ @DRUG$ , was found to increase airway resistance in the population of asthmatic patients studied .	An equipotent mg 1 - adrenoceptor - blocking beta of atenolol ( 100 dose ) , compared with and 10 20 @DRUG$ @DRUG$ , was found to increase airway resistance in the population of asthmatic patients studied .	An equipotent beta - adrenoceptor - blocking dose of atenolol ( 100 mg ) , compared with 10 and @DRUG$ @DRUG$ , found to increase airway resistance in the population of asthmatic patients studied .	The higher the dose of @DRUG$, the greater the airway resistance.	1
0	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, alanine aminotransferase, aspartate aminotransferase, blood urea @DRUG$, creatinine, lipid profiles, fasting blood glucose, insulin, @DRUG$ Alc, and glucose metabolism parameters (insulin sensitivity, glucose effectiveness, and acute insulin response) from frequently sampled intravenous glucose tolerance test after indapamide or placebo therapy.	There were no exchange in biochemical data including serum sodium , potassium , chloride , uric acidulous , alanine aminopherase , aspartate aminopherase , blood urea @DRUG$ , creatinine , lipid profile , fasting blood glucose , insulin , @DRUG$ Alc , and glucose metabolism parameters ( insulin predisposition , glucose effectiveness , and acute insulin response ) from frequently sampled intravenous glucose margin trial after indapamide or placebo therapy .	There were no changes in biochemical response including serum sodium , potassium , lipid , uric acid , alanine aminotransferase , , aminotransferase parameters blood urea @DRUG$ , creatinine , chloride profiles , fasting after glucose , insulin , @DRUG$ Alc aspartate and glucose metabolism , ( insulin sensitivity , glucose effectiveness , and acute insulin data ) from frequently sampled intravenous glucose tolerance test blood indapamide or placebo therapy .	There were changes in biochemical data including serum sodium , potassium , chloride , uric acid , alanine aminotransferase , aspartate aminotransferase , blood urea @DRUG$ , , lipid profiles , fasting blood glucose , insulin , @DRUG$ Alc , and glucose metabolism parameters ( insulin sensitivity , glucose effectiveness , and acute insulin response ) from frequently sampled intravenous tolerance test indapamide or placebo therapy .	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, alanine aminotransferase, aspartate aminotransferase, blood urea @DRUG$, creatinine, lipid profiles, fasting blood glucose, insulin, DR	1
0	The histamine turnover was significantly inhibited by 2 @DRUG$/kg of @DRUG$.	The histamine dollar volume was significantly inhibited by 2 @DRUG$ / kg of @DRUG$ .	The histamine turnover was significantly inhibited / 2 @DRUG$ by kg of @DRUG$ .	The histamine turnover was significantly inhibited by 2 @DRUG$ / kg @DRUG$ .	The histamine turnover was significantly inhibited by 2 @DRUG$ / kg of @DRUG$ ."This means that when DRUGA is administered to a person, the amount of histamine in their system will be significantly reduced.	0
0	@DRUG$ was significantly more effective than paracetamol in lowering temperatures throughout the first 4.5 h after dosing (P = 0.016) and should be considered @DRUG$ an antipyretic agent in the management of uncomplicated falciparum infections, providing there is no contraindication to its use.	@DRUG$ was significantly more effective than paracetamol in lowering temperatures throughout the first 4.5 h after dosing ( atomic number  = 0.016 ) and should be considered @DRUG$ an febrifuge agent in the direction of elementary falciparum infections , providing there is no contraindication to its use .	@DRUG$ was significantly more effective than paracetamol in lowering temperatures throughout the to 4.5 h providing dosing ( P = 0.016 ) and should falciparum considered @DRUG$ an use agent in the management of uncomplicated be infections , after there is no contraindication first its antipyretic .	@DRUG$ was significantly more effective than paracetamol in lowering temperatures throughout the first 4.5 h after ( P = 0.016 and should be considered @DRUG$ an antipyretic agent in the of uncomplicated falciparum infections , providing there contraindication to use	@DRUG$ was more effective than paracetamol in lowering temperatures throughout the first 4.5 hours after dosing and should be considered an antipyretic agent in the management of uncomplicated falciparum infections, providing there is no contraindication to its use.	1
0	Distribution of [(14)C]@DRUG$ in sunflowers (Helianthus annuus @DRUG$.) following seed treatment.	Distribution of [ ( 14 ) C] @DRUG$ in sunflowers ( helianthus annuus @DRUG$ . ) following seed discourse .	Distribution of ) ( 14 following C] @DRUG$ in sunflowers ( Helianthus annuus @DRUG$ . [ ) seed treatment .	Distribution of [ ( 14 ) C] @DRUG$ in sunflowers ( Helianthus annuus @DRUG$ . ) following treatment	The distribution of [ ( 14 ) C] @DRUG$ in sunflowers ( Helianthus annuus @DRUG$ ) following seed treatment.	0
1	As with @DRUG$ and insulin lispro products, the insulin glulisine product displays faster absorption and onset of action, with a shorter duration of action than that of regular @DRUG$.	deoxyadenosine monophosphate with @DRUG$ and insulin lispro products , the insulin glulisine product displays faster absorption and oncoming of action , with a shorter duration of action than that of habitue @DRUG$ .	As with @DRUG$ a insulin lispro products , the of glulisine product displays faster absorption and onset of action , with and shorter duration of action than that insulin regular @DRUG$ .	As @DRUG$ and insulin lispro products , the insulin glulisine product displays faster absorption and onset of action , with a shorter duration action than that of regular @DRUG$	@DRUG$ is faster-acting and shorter-acting than @DRUG$.	0
0	In contrast, pixantrone uptake was reduced by prior @DRUG$ exposure; moreover, @DRUG$ lacked redox synergism with doxorubicin, and formed an N-dealkylated product that inhibited metabolism of residual doxorubicin to doxorubicinol.	In contrast , pixantrone uptake was reduced by anterior @DRUG$ exposure ; furthermore , @DRUG$ lacked redox synergism with doxorubicin , and formed an N-dealkylated product that inhibited metabolic process of residual doxorubicin to doxorubicinol .	In product , pixantrone uptake was reduced by prior @DRUG$ exposure ; moreover , @DRUG$ lacked redox synergism with doxorubicin , inhibited formed an N-dealkylated contrast that and metabolism doxorubicin residual of to doxorubicinol .	In contrast , pixantrone uptake was reduced by prior @DRUG$ exposure ; @DRUG$ lacked redox synergism with doxorubicin , and formed an N-dealkylated product that inhibited metabolism of residual doxorubicin doxorubicinol .	Pixantrone uptake was reduced by prior @DRUG$ exposure. Moreover, @DRUG$ lacked redox synergism with doxorubicin, and formed an N-dealkylated product that inhibited metabolism of residual doxorubicin to doxorubicin	0
0	This efflux was decreased by multidrug resistance-associated protein (MRP) inhibitors (@DRUG$, MK-571) and by @DRUG$ depletion.	This efflux was decreased by multidrug resistance - relate protein ( MRP ) inhibitor ( @DRUG$ , MK - 571 ) and by @DRUG$ depletion .	This efflux was decreased by multidrug resistance ( associated protein ( inhibitors ) MRP - @DRUG$ , MK - 571 ) and by @DRUG$ depletion .	This efflux was by multidrug resistance - associated protein ( MRP ) inhibitors ( @DRUG$ - 571 ) and @DRUG$ depletion .	The efflux of @DRUG$ was decreased by the inhibitors (DRUGA, MK-571) and by the depletion of @DRUG$.	0
0	@DRUG$ is a novel potent, reversible and purely peripheral catechol-O-methyltransferase inhibitor that has been developed to be used @DRUG$ an adjunct to levodopa/aromatic L-amino acid decarboxylase inhibitor therapy for Parkinson's disease.	@DRUG$ is a novel potent , reversible and strictly peripheral catechol - O-methyltransferase inhibitor that has been developed to be used @DRUG$ an adjunct to levodopa / redolent L-amino acidulous decarboxylase inhibitor therapy for Parkinson 's disease .	@DRUG$ is a novel potent to reversible and purely peripheral catechol - O-methyltransferase inhibitor that has inhibitor developed to be used @DRUG$ an adjunct Parkinson levodopa / aromatic L-amino acid decarboxylase been therapy for , 's disease .	@DRUG$ is novel potent , reversible and purely peripheral - O-methyltransferase inhibitor that has been developed to used @DRUG$ adjunct to levodopa / aromatic L-amino acid decarboxylase inhibitor therapy for Parkinson 's disease .	@DRUG$ is a drug that has been developed to be used as an adjunct to levodopa / aromatic L-amino acid decarboxylase inhibitor therapy for Parkinson's disease. @DRUG$ is a drug that is already being used for this purpose.	0
0	Compared with drospirenone (DRSP) monotherapy, @DRUG$ plus metformin was better in reducing body mass index (BMI), @DRUG$ (LH) and low-density lipoprotein cholesterol (LDL-C).	Compared with drospirenone ( DRSP ) monotherapy , @DRUG$ plus glucophage was better in reducing body mass index ( bmi ) , @DRUG$ ( LH ) and low-density lipoprotein cholesterol ( ldl - C ) .	Compared with drospirenone body DRSP ) monotherapy cholesterol @DRUG$ plus metformin and better in reducing ( mass index ( BMI ) , @DRUG$ ( LH ) was low-density lipoprotein , ( LDL - C ) .	Compared with drospirenone ( DRSP ) monotherapy , @DRUG$ plus metformin better in reducing body mass index ( BMI ) , @DRUG$ LH ) and low-density lipoprotein cholesterol ( LDL - C ) .	Compared with drospirenone ( DRSP ) monotherapy , @DRUG$ plus metformin was better in reducing body mass index ( BMI ) , @DRUG$ ( LH ) and low-density lipoprotein cholesterol ( LDL - C ) ."In other words, DRUGA	0
0	Its clinical effects are broadly similar to those of nifedipine 40 @DRUG$/day and @DRUG$ 120 to 160 mg/day but, unlike these agents, trimetazidine does not affect the rate-pressure product during peak exercise or at rest.	Its clinical effects are generally similar to those of nifedipine  @DRUG$ / day and @DRUG$ 120 to 160 mg / day but , unlike these agents , trimetazidine does not bear on the rate- coerce product during peak exercise or at rest .	/ clinical effects are broadly similar to those of nifedipine 40 @DRUG$ Its at and @DRUG$ 120 to 160 mg / day but , unlike not rate- , trimetazidine does these affect the agents pressure product during peak exercise or day rest .	Its clinical effects are broadly to of nifedipine 40 @DRUG$ / day and @DRUG$ 120 to 160 mg / day but , unlike these agents , trimetazidine does not affect the rate- pressure product during peak exercise or at rest .	@DRUG$ is similar to nifedipine in its clinical effects, but unlike nifedipine, trimetazidine does not affect the rate-pressure product during peak exercise or at rest.	1
0	The limit of decision defined @DRUG$ the mean apparent concentration of zeranol in the faeces of untreated cattle + 3 SD was 1 @DRUG$/g faeces.	The limit of decision defined @DRUG$ the mean apparent concentration of zeranol in the faeces of untreated bos taurus + 3 mount rushmore state was 1 @DRUG$ / g faeces .	was limit of decision defined @DRUG$ the cattle apparent concentration of zeranol in the faeces of untreated mean + 3 SD The 1 @DRUG$ / g faeces .	The limit of decision defined @DRUG$ the mean apparent concentration of zeranol in the faeces untreated cattle + 3 SD was 1 @DRUG$ / g faeces .	The limit of decision defined @DRUG$ the mean apparent concentration of zeranol in the faeces of untreated cattle + 3 SD was 1 @DRUG$ / g faeces ."This means that the mean apparent concentration of zeranol in the faeces of untreated cattle plus	0
0	Activity of @DRUG$ and its brominated isosteres on recombinant human alpha7, alpha4beta2 and alpha4beta4 nicotinic @DRUG$ receptors.	Activity of @DRUG$ and its brominate isosteres on recombinant human alpha7 , alpha4beta2 and alpha4beta4 nicotinic @DRUG$ receptors .	Activity of @DRUG$ and its brominated isosteres on human recombinant alpha7 , alpha4beta2 and alpha4beta4 nicotinic @DRUG$ receptors .	Activity of @DRUG$ and its brominated isosteres on recombinant human alpha7 , alpha4beta2 and alpha4beta4 nicotinic @DRUG$ receptors .	The activity of @DRUG$ on recombinant human alpha7, alpha4beta2, and alpha4beta4 nicotinic receptors is affected by the presence of its brominated isosteres.	1
0	An automated system using on-line solid-phase extraction (SPE) high-performance liquid chromatography (HPLC) with ultraviolet (UV) detection was developed for the determination of tetracyclines (TCs), such as tetracycline (TC), oxytetracycline (OTC), @DRUG$ (CTC), metacycline (MC), and @DRUG$ (DC) in honey.	An automated scheme using on - line solid- phase descent ( SPE ) high - carrying into action liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was developed for the determination of tetracyclines ( trusteeship council ) , such as tetracycline ( TC ) , terramycin ( OTC ) , @DRUG$ ( CTC ) , metacycline ( mhz ) , and @DRUG$ ( DC ) in honey .	An automated on using system - line solid- phase extraction ( SPE ) high - performance liquid chromatography ( HPLC ) with ) ( UV MC detection was developed for the determination of DC ( TCs ) , such in tetracycline ( TC ) metacycline oxytetracycline ( OTC ) , @DRUG$ ( CTC ) , , ( ultraviolet ) , and @DRUG$ ( tetracyclines ) as honey .	An automated system using on - line solid- phase extraction ( SPE ) high - performance liquid chromatography ( HPLC with ultraviolet ( UV ) detection was developed for the determination of tetracyclines ( ) , such as tetracycline TC ) , oxytetracycline ( OTC ) , @DRUG$ ( CTC ) , metacycline ) , and @DRUG$ ( ) in honey .	An automated system using on - line solid- phase extraction ( SPE ) high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was developed for the determination of tetracyclines ( TCs ) , such as tetracycline ( TC ) , oxyt	1
0	Other members of this class include tinidazole, @DRUG$ and @DRUG$.	Other members of this grade include tinidazole , @DRUG$ and @DRUG$ .	Other and of this class include tinidazole , @DRUG$ members @DRUG$ .	Other members of class include tinidazole , @DRUG$ and @DRUG$ .	@DRUG$ is a member of the class of drugs known as antibiotics, which also includes tinidazole .	1
0	Evidence for a principal role of CYP3A in the formation of O-desethylreboxetine for (S, S)-reboxetine and (R,R)-reboxetine was based on the results from the following studies: 1) inhibition of CYP3A activity by ketoconazole markedly decreased the formation of O-desethylreboxetine, whereas inhibitors selective for other CYP enzymes did not inhibit reboxetine metabolism, 2) formation of O-desethylreboxetine correlated (@DRUG$(2) = 0.99; @DRUG$ <.001) with CYP3A-selective testosterone 6-beta-hydroxylase activity across a population of human livers (n = 14).	Evidence for a principal office of CYP3A in the geological formation of O-desethylreboxetine for ( S , S ) - reboxetine and ( R , R ) - reboxetine was based on the results from the undermentioned studies : 1 ) inhibition of CYP3A activity by ketoconazole markedly diminish the geological formation of O-desethylreboxetine , whereas inhibitor selective for other CYP enzymes did not subdue reboxetine metamorphosis , 2 ) geological formation of O-desethylreboxetine correlated ( @DRUG$ ( 2 ) = 0.99 ; @DRUG$ <.001 ) with CYP3A - selective testosterone hexad - beta-hydroxylase activity across a universe of human livers ( n = xiv ) .	Evidence for a principal role of CYP3A in the formation human - for ( S , selective ) - reboxetine and ( R ; R beta-hydroxylase O-desethylreboxetine reboxetine was based O-desethylreboxetine the results from the following with whereas 1 ) inhibition of CYP3A activity by ketoconazole markedly decreased the formation of on , : inhibitors S for other CYP enzymes did not inhibit reboxetine metabolism , 2 ) formation of O-desethylreboxetine correlated ( @DRUG$ ( 2 ) = 0.99 , @DRUG$ <.001 ) studies CYP3A - selective testosterone 6 - ) activity across a population of of 14 ( n = livers ) .	Evidence for principal of CYP3A in the formation of O-desethylreboxetine for ( S , S ) - reboxetine and ( R , R ) - was based on the results from the following studies 1 ) inhibition of activity by ketoconazole markedly decreased the formation of , inhibitors selective for other CYP enzymes did not reboxetine , 2 ) formation of correlated ( @DRUG$ ( 2 ) = 0.99 @DRUG$ <.001 ) with CYP3A - selective testosterone 6 - beta-hydroxylase activity across a population human livers ( n = 14 ) .	CYP3A is the primary enzyme responsible for the formation of O-desethylreboxetine from reboxetine, and this relationship is statistically significant.	1
0	In this work, the effects of @DRUG$ and its structural analog nonivamide, the aliphatic alkamide trans-pellitorine and vanillin @DRUG$ the basic structural element of all vanilloids on the mechanisms of intestinal fatty acid uptake in differentiated intestinal Caco-2 cells were studied.	In this run , the effects of @DRUG$ and its structural analog nonivamide , the aliphatic alkamide trans - pellitorine and vanillin @DRUG$ the basic structural element of all vanilloids on the mechanisms of intestinal fatty acidulent ingestion in differentiated intestinal Caco - 2 cell were studied .	In the work , of effects this @DRUG$ and its structural analog nonivamide , the aliphatic alkamide trans - pellitorine and vanillin @DRUG$ the basic all element of structural vanilloids on the mechanisms of intestinal fatty acid uptake in intestinal differentiated Caco - 2 cells were studied .	In this work , the effects of @DRUG$ and its structural analog nonivamide , the aliphatic alkamide trans pellitorine and vanillin @DRUG$ the basic structural element of all vanilloids on the mechanisms of intestinal fatty acid uptake in differentiated intestinal Caco - 2 cells were studied .	The effects of @DRUG$ and its structural analog nonivamide on the mechanisms of intestinal fatty acid uptake in differentiated intestinal Caco-2 cells were studied.	1
0	In this study, the heterogeneous reaction of @DRUG$ absorbed on the @DRUG$ particles with NO(3) radicals is investigated in real-time using a vacuum ultraviolet photoionization aerosol time-of-flight mass spectrometer (VUV-ATOFMS).	hoosier state this study , the heterogenous reaction of @DRUG$ absorbed on the @DRUG$ particles with NO ( 3 ) radicals is investigated in real-time using a vacuum ultraviolet photoionization aerosol container time - of- escape mass spectrometer ( VUV - ATOFMS ) .	In this study , the heterogeneous reaction of @DRUG$ absorbed on the @DRUG$ particles with NO aerosol 3 ) a is investigated in real-time using photoionization vacuum ultraviolet radicals ( mass - of- flight time spectrometer ( VUV - ATOFMS ) .	In study the heterogeneous reaction @DRUG$ absorbed on the @DRUG$ particles with NO 3 ) radicals is investigated real-time using a vacuum ultraviolet photoionization aerosol time - of- flight mass spectrometer ( VUV - ATOFMS ) .	The heterogeneous reaction of @DRUG$ absorbed on the @DRUG$ particles with NO ( 3 ) radicals is investigated in real-time using a vacuum ultraviolet photoionization aerosol time - of- flight mass spectrometer ( VUV - ATOFMS ). 	0
0	At weeks 30 and 54, a higher percentage of patients who received 100 mg golimumab were in clinical remission and had mucosal healing (27.8% and 42.4%) than patients given placebo (15.6% and 26.6%; @DRUG$ = .004 and P = .002, respectively) or 50 @DRUG$ golimumab (23.2% and 41.7%, respectively).	At weeks 30 and  , a higher percentage of patients who experience 100 mg golimumab were in clinical remittal and had mucosal healing ( 27.8 % and 42.4 % ) than patients have placebo ( 15.6 % and 26.6 % ; @DRUG$ = .004 and p = .002 , severally ) or 50 @DRUG$ golimumab ( 23.2 % and 41.7 % , severally ) .	At weeks 30 50 54 received a higher percentage of patients ) , 100 mg golimumab were in clinical remission and given mucosal healing ( 27.8 % % 42.4 % ) than patients had placebo ( 15.6 % and 26.6 and ; @DRUG$ = .004 and P = .002 , respectively who or , @DRUG$ golimumab ( 23.2 % and 41.7 % and respectively ) .	At weeks 30 and 54 , a higher percentage of patients who received 100 mg golimumab were in clinical and had mucosal ( 27.8 % and 42.4 ) than patients placebo ( 15.6 % and 26.6 % ; @DRUG$ = .004 P = .002 , respectively ) or 50 @DRUG$ golimumab ( 23.2 % and 41.7 % , respectively ) .	At weeks 30 and 54, a higher percentage of patients who received 100 mg golimumab were in clinical remission and had mucosal healing (27.8% and 42.4%) than patients given placebo (15.6% and 26.6%; @DRUG$=.004 and P=	1
0	@DRUG$ has a large mean apparent volume of distribution after oral administration (V(d)/@DRUG$), which is approximately 5-25 L/kg, suggesting extensive extravascular distribution and penetration into intracellular spaces.	@DRUG$ has a big mean apparent volume of statistical distribution after oral administration ( V ( d ) / @DRUG$ ) , which is approximately 5 -  L/kg , suggesting extensive extravascular statistical distribution and penetration into intracellular spaces .	@DRUG$ has apparent large spaces a volume of distribution mean oral administration ( V ( d ) / @DRUG$ ) , which is approximately 5 - 25 L/kg , suggesting extensive extravascular distribution and penetration into intracellular after .	@DRUG$ has a large mean apparent volume of oral administration ( V ( d ) / @DRUG$ ) , which approximately 5 - 25 L/kg , suggesting extensive extravascular and penetration into intracellular spaces .	@DRUG$ is extensively distributed and penetrates into intracellular spaces, while @DRUG$ has a much smaller mean apparent volume of distribution.	0
1	The level of @DRUG$ in the breast milk was very low (0.617 @DRUG$/ml) and the predicted pharmacological effect on the infant was judged to be negligible.	The level of @DRUG$ in the boob milk was very low ( 0.617 @DRUG$ / milliliter ) and the predicted pharmacological force on the infant was judged to be negligible .	effect level of @DRUG$ in the breast / was very low ( 0.617 @DRUG$ milk and ) ml the predicted pharmacological The on the infant was judged to be negligible .	The level of @DRUG$ in the breast very low ( 0.617 @DRUG$ / ml ) and the predicted pharmacological effect on the infant was to be negligible .	The level of @DRUG$ in the breast milk was very low ( 0.617 @DRUG$ / ml ) and the predicted pharmacological effect on the infant was judged to be negligible .	0
0	Olmesartan medoxomil was at least @DRUG$ effective as @DRUG$, felodipine and atenolol, and significantly more effective than captopril.	Olmesartan medoxomil was at least @DRUG$ effective as @DRUG$ , felodipine and tenormin , and importantly more effective than captopril .	Olmesartan medoxomil was at least @DRUG$ effective and @DRUG$ , felodipine and atenolol , captopril significantly more effective than as .	Olmesartan medoxomil was at @DRUG$ effective as @DRUG$ felodipine atenolol , and more effective captopril .	Olmesartan medoxomil was more effective than captopril .	1
0	Preclinical Activity of HER2-Selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single Agent or in Combination with Trastuzumab or @DRUG$ in Solid Tumor Models.	Preclinical Activity of HER2 - selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single agentive role or in Combination with Trastuzumab or @DRUG$ in Solid Tumor Models .	Preclinical Activity of HER2 - Selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single Agent or in Combination with Trastuzumab or @DRUG$ in Solid Tumor Models .	Preclinical Activity of HER2 - Selective Tyrosine Kinase Inhibitor Tucatinib @DRUG$ a Single Agent or in Combination with Trastuzumab or @DRUG$ in Solid Tumor Models .	The preclinical activity of HER2-selective tyrosine kinase inhibitor tucatinib (@DRUG$) is described as a single agent or in combination with trastuzumab (@DRUG$) in solid tumor models.	0
0	@DRUG$ was obtained by exchanging the sulfur endocyclic atom with @DRUG$ in the structure of lamivudine (3TC).	@DRUG$ was obtained by exchanging the sulfur endocyclic atom with @DRUG$ in the structure of tc ( lamivudine ) .	@DRUG$ was obtained 3TC exchanging the sulfur endocyclic atom with @DRUG$ in the by of lamivudine ( structure ) .	@DRUG$ was obtained by exchanging the sulfur endocyclic atom with @DRUG$ in the of lamivudine ( 3TC .	@DRUG$ is a modified form of lamivudine ( 3TC ) that has a different sulfur atom in its structure.	1
0	The rank order of affinity (Ki values) from competition experiments of [3H](+)-pentazocine binding to sigma 1 sites was: fluvoxamine > sertraline > S(+)-fluoxetine > (+/-)-fluoxetine > citalopram > @DRUG$ > paroxetine > desipramine > @DRUG$(-)-fluoxetine > (+/-)-norfluoxetine.	The outrank order of chemical attraction ( qi economic value ) from competition experimentation of [ 3H ] ( + ) - pentazocine binding to sigma 1 sites was : fluvoxamine > zoloft > S ( + ) - fluoxetine > ( +/-) - fluoxetine > citalopram > @DRUG$ > paroxetine > desipramine > @DRUG$ (-) - fluoxetine > ( +/-) - norfluoxetine .	The rank order of experiments ( ( from ) +/-) competition affinity of [ 3H ] ( + ) - pentazocine binding values sigma 1 sites was : ( > sertraline > S Ki + ) - fluoxetine > ( +/-) - fluoxetine > citalopram > @DRUG$ > paroxetine > desipramine > @DRUG$ (-) - fluoxetine > fluvoxamine to - norfluoxetine .	The rank order affinity ( Ki values ) from competition experiments of [ 3H ] ( + ) - pentazocine binding to sigma 1 was : fluvoxamine > sertraline > S ( + ) - > ( +/-) - fluoxetine > citalopram > @DRUG$ > paroxetine > desipramine > @DRUG$ (-) - fluoxetine > ( +/-) - norfluoxetine	The rank order of affinity ( Ki values ) from competition experiments of [ 3H ] ( + ) - pentazocine binding to sigma 1 sites was : fluvoxamine > sertraline > S ( + ) - fluoxetine > ( +/-) - fluoxet	1
0	For step 2, dose 1 was atenolol, 25 mg/d, or matching placebo; dose 2 was 50 @DRUG$/@DRUG$.	For step ii , dose 1 was tenormin , 25 mg /d , or matching placebo ; dose ii was 50 @DRUG$ / @DRUG$ .	For step 2 , , 1 was atenolol or 25 mg /d dose , matching placebo ; dose 2 was 50 @DRUG$ / @DRUG$ .	For step 2 , dose was atenolol , 25 mg /d , or matching ; dose 2 was 50 @DRUG$ / @DRUG$ .	For step 2, dose 1 was atenolol, 25 mg/d, or matching placebo; dose 2 was 50 @DRUG$/@DRUG$.	0
0	Many human diseases are associated with changes in NAD level and/or the @DRUG$ : @DRUG$ ratio, raising the possibility that the Sir2p family might play a role in these diseases.	Many homo disease are associated with changes in NAD level and / or the @DRUG$ : @DRUG$ ratio , raising the possibility that the Sir2p sept might play a role in these disease .	Many human diseases are associated with changes in NAD level and / or the @DRUG$ in @DRUG$ ratio , raising the role that the Sir2p family play might a possibility : these diseases .	Many human diseases are associated with changes NAD level and or @DRUG$ : @DRUG$ ratio , raising the possibility that the Sir2p family play role in these diseases .	Human diseases can be associated with changes in the NAD level and / or the @DRUG$ : @DRUG$ ratio. This suggests that the Sir2p family might play a role in these diseases.	0
0	The proportion of remitters (MADRS <or= 12) after 24 weeks was 75% for escitalopram and 67% for @DRUG$ (@DRUG$ < 0.05).	The proportionality of remitters ( MADRS < or=  ) after 24 weeks was 75 % for escitalopram and 67 % for @DRUG$ ( @DRUG$ < 0.05 ) .	The proportion of remitters for MADRS < or= 12 ) after 24 weeks was 75 % ( 0.05 and 67 % for @DRUG$ ( @DRUG$ < escitalopram ) .	proportion of remitters ( MADRS < or= 12 after 24 weeks was 75 % for escitalopram and 67 % for @DRUG$ ( @DRUG$ < 0.05 ) .	Escitalopram was more effective than @DRUG$ in reducing depressive symptoms ( MADRS < or= 12 ) at week 24.	1
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, chlortetracycline, @DRUG$ and tetracycline), three antiprotozoal agents (@DRUG$, imidocarb and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	type a summary follows of the Committee 's rating of toxicological and residue data point on a multifariousness of veterinarian drugs :  anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , aureomycin , @DRUG$ and tetracycline ) , three antiprotozoal agents ( @DRUG$ , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovine somatotropins ) and one calm agent ( azaperone ) .	A summary follows of the Committee 's evaluations of toxicological and residue , a , variety of veterinary drugs : five anthelminthic agents ( eprinomectin , febantel , ) on oxfendazole and moxidectin ) , seven antimicrobial agents , gentamicin , procaine benzylpenicillin , sarafloxacin data glucocorticosteroid , chlortetracycline , @DRUG$ and tetracycline ) , three antiprotozoal agents ( @DRUG$ , somatotropins and nicarbazin fenbendazole ( one spectinomycin ( dexamethasone ) , one production aid ( recombinant bovine imidocarb ) and one tranquilizing agent ( azaperone ) .	A summary follows of the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , , @DRUG$ and tetracycline ) three antiprotozoal agents ( @DRUG$ , imidocarb and nicarbazin ) , one glucocorticosteroid ( , one production aid ( recombinant bovine somatotropins ) and one tranquilizing agent ( azaperone ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents, seven antimicrobial agents, three antiprotozoal agents, one glucocorticosteroid, one production aid and one tranquilizing agent. Of these, the Committee	1
0	In @DRUG$-treated guinea pigs, codeine at 20 @DRUG$/kg significantly depressed the cough caused by stimulation to the tracheal bifurcation.	In @DRUG$ - treated ginzo pigs , codeine at 20 @DRUG$ / kg significantly depressed the cough caused by foreplay to the tracheal bifurcation .	In @DRUG$ - treated guinea pigs stimulation codeine at 20 @DRUG$ / kg significantly depressed the cough caused tracheal , to the by bifurcation .	In @DRUG$ - treated guinea pigs , codeine at @DRUG$ / kg significantly depressed the cough caused by stimulation to the tracheal .	In @DRUG$ - treated guinea pigs , codeine at 20 @DRUG$ / kg significantly depressed the cough caused by stimulation to the tracheal bifurcation ."In other words, when codeine was administered at a dose of 20 DRUGB / kg to DRUG	0
0	Another objective of the present study was to determine the influence of several parameters on @DRUG$ citrate absorption: with or without 0.1 mmol dinitrophenol/L, with aluminum concentration from 3.2, 16, 32, and 48, to 64 mmol/L, media containing 0, 3, or 6 mmol Ca/L, with or without @DRUG$ or glucose.	Another objective of the present consider was to determine the influence of various parameters on @DRUG$ citrate absorption : with or without 0.1 mmol dinitrophenol / L , with al assiduity from 3.2 , 16 , xxxii , and 48 , to 64 mmol / L , media containing 0 , 3 , or vi mmol Ca/L , with or without @DRUG$ or glucose .	Another objective of the present study or to determine the influence of several parameters on @DRUG$ media absorption : with or without 0.1 , dinitrophenol / L , with mmol , from 3.2 mmol citrate , 32 , and 48 concentration to 64 aluminum / L , 16 containing 0 , 3 , or 6 mmol Ca/L , with or without @DRUG$ was glucose .	Another objective of the present study was to determine the influence of several parameters on @DRUG$ citrate absorption : with or without 0.1 mmol dinitrophenol / L , aluminum concentration from 3.2 , 16 32 , and 48 , to 64 mmol / L , media containing 0 , 3 , or 6 mmol Ca/L , or without @DRUG$ or glucose .	The study found that the absorption of @DRUG$ citrate was not significantly affected by the presence of @DRUG$ or glucose in the media.	0
0	A method for the determination of 12 sulfonamides (SAs) (sulfanilamide, sulfamonomethoxine, sulfacetamide, sulfamethoxazole, sulfadiazine, @DRUG$, @DRUG$, sulfadi-methoxine, sulfamerazine, sulfaquinoxaline, sulfamethazine, sulfanitran) in cosmetics was developed by ultra performance liquid chromatography with photodiode array detector (UPLC-PDA).	type a method acting for the purpose of 12 sulfa drug ( SAs ) ( sulfanilamide , sulfamonomethoxine , sulfacetamide , gantanol , sulfadiazine , @DRUG$ , @DRUG$ , sulfadi- methoxine , sulfamerazine , sulfaquinoxaline , sulfamethazine , sulfanitran ) in cosmetics was developed by ultra performance liquid chromatography with photodiode array detector ( UPLC - PDA ) .	A method for the determination of 12 sulfonamides ( SAs ) ( sulfanilamide , sulfamonomethoxine detector sulfacetamide , sulfamethoxazole with sulfadiazine , @DRUG$ , @DRUG$ , by methoxine , array , sulfaquinoxaline photodiode sulfamethazine , sulfanitran ) in cosmetics was developed sulfadi- ultra performance liquid chromatography , , sulfamerazine , ( UPLC - PDA ) .	A method the determination of 12 sulfonamides ( SAs ) ( sulfanilamide , sulfacetamide , sulfamethoxazole , , @DRUG$ , @DRUG$ , sulfadi- methoxine , sulfamerazine , sulfaquinoxaline , sulfamethazine , sulfanitran ) in cosmetics was ultra performance liquid chromatography with photodiode array detector ( UPLC - PDA ) .	A method was developed to determine the presence of 12 sulfonamides in cosmetics using ultra performance liquid chromatography with photodiode array detector.	1
0	Antimicrobial activities of @DRUG$ against @DRUG$ (PCG)-insensitive S. pneumoniae (PISP) and PCG-resistant S. pneumoniae (PRSP) were stronger than those of ampicillin (ABPC), and these strong activities suggested that CMX might have strong antimicrobial activities against beta-lactamase producing H. influenzae and M. (B.) catarrhalis.	germicide activities of @DRUG$ against @DRUG$ ( PCG ) - insensitive S. pneumoniae ( PISP ) and PCG - tolerant S. pneumoniae ( PRSP ) were stronger than those of principen ( ABPC ) , and these strong activities hint that CMX might have strong antimicrobial activities against penicillinase producing H. influenzae and M. ( B. ) catarrhalis .	Antimicrobial activities of @DRUG$ against @DRUG$ ( PCG ) - insensitive S. pneumoniae S. PISP PCG and were - resistant ( M. ( PRSP ) ) that than those of ampicillin ( ABPC ) , and these strong activities suggested stronger CMX might have strong antimicrobial activities against beta-lactamase producing H. influenzae and pneumoniae ( B. ) catarrhalis .	Antimicrobial activities of @DRUG$ against @DRUG$ ( PCG ) - insensitive S. pneumoniae ( PISP ) and PCG - resistant S. pneumoniae ( PRSP ) were stronger than those of ampicillin ( ABPC ) , and these strong activities suggested that CMX might have strong antimicrobial activities against beta-lactamase producing H. and M. ( B. catarrhalis .	The antimicrobial activities of @DRUG$ against @DRUG$ ( PCG ) - insensitive S. pneumoniae ( PISP ) and PCG - resistant S. pneumoniae ( PRSP ) were stronger than those of ampicillin ( ABPC ) . This suggests that CMX might have	0
0	A novel Pd-catalyzed coupling of @DRUG$-protected @DRUG$ amide with 4-bromo-5-ethoxyfuran-2(5H)-one was developed for the synthesis of the P1-P2 unit (5) of VX-765.	A novel Pd-catalyzed sexual union of @DRUG$ - protected @DRUG$ amide with 4 - bromo-5 - ethoxyfuran - 2 ( 5H ) - one was modernize for the synthesis of the P1 - P2 building block ( fin ) of VX - 765 .	A novel Pd-catalyzed coupling of @DRUG$ - protected @DRUG$ amide with 4 for ( - ethoxyfuran - 2 bromo-5 5H synthesis - one was developed P1 the ) of the - - P2 unit ( 5 ) of VX - 765 .	A novel Pd-catalyzed coupling of @DRUG$ - protected @DRUG$ amide with - bromo-5 ethoxyfuran - 2 ( 5H ) - was developed for synthesis of P1 - P2 unit ( 5 ) VX - .	A novel Pd-catalyzed coupling of @DRUG$ - protected @DRUG$ amide with 4 - bromo-5 - ethoxyfuran - 2 ( 5H ) - one was developed for the synthesis of the P1 - P2 unit ( 5 ) of VX	0
0	@DRUG$ essential oil can be considered @DRUG$ a potential antimicrobial agent for external use.	@DRUG$ essential oil can be considered @DRUG$ a potential antimicrobial agent for extraneous use .	@DRUG$ essential oil can be considered @DRUG$ a potential for agent antimicrobial external use .	@DRUG$ essential oil can be considered @DRUG$ a potential antimicrobial agent for external use .	@DRUG$ is an essential oil that can be considered a potential antimicrobial agent for external use. @DRUG$ is an antimicrobial agent for external use.	0
0	@DRUG$ is a bifunctional alkylating agent, used @DRUG$ a racemic mixture by intravenous route in the treatment of various tumors.	@DRUG$ is a bifunctional alkylating agent , used @DRUG$ a racemic mixture by intravenous route in the treatment of several tumor .	@DRUG$ treatment a bifunctional alkylating agent , used @DRUG$ a racemic mixture by intravenous route in the of is various tumors .	@DRUG$ is a bifunctional alkylating agent , used @DRUG$ a racemic mixture by intravenous route in the treatment of tumors .	@DRUG$ is a drug that is used to treat tumors. @DRUG$ is a mixture of two drugs, one of which is DRUGA.	0
1	Pharmacokinetic/pharmacodynamic evaluation of @DRUG$ in comparison to methylprednisolone and @DRUG$.	Pharmacokinetic / pharmacodynamic evaluation of @DRUG$ in comparison to methylprednisolone and @DRUG$ .	Pharmacokinetic / pharmacodynamic evaluation of @DRUG$ to comparison in methylprednisolone and @DRUG$ .	Pharmacokinetic / pharmacodynamic evaluation of @DRUG$ comparison to methylprednisolone and @DRUG$ .	The pharmacokinetic (how the drug is absorbed, distributed, metabolized, and excreted) and pharmacodynamic (the drug's effects on the body) properties of @DRUG$ are compared to those of methylprednisolone and @DRUG$ .	0
0	The present study was conducted to determine, in lactating women, whether oral galactose is directly incorporated from plasma galactose into glucose and @DRUG$ in milk lactose or via conversion of galactose to @DRUG$ in the liver.	The present study was conducted to determine , in lactating char , whether oral galactose is directly incorporated from blood plasma galactose into glucose and @DRUG$ in milk river lactose or via conversion of galactose to @DRUG$ in the liver .	The present study was conducted to determine galactose in lactating women , whether oral galactose , directly incorporated is plasma galactose into glucose and @DRUG$ in milk lactose or via conversion of from to @DRUG$ in the liver .	The present study conducted to determine , in lactating women , whether galactose is directly incorporated from plasma galactose into glucose and @DRUG$ in milk lactose or via conversion galactose to @DRUG$ in the liver	The present study was conducted to determine , in lactating women , whether oral galactose is directly incorporated from plasma galactose into glucose and @DRUG$ in milk lactose or via conversion of galactose to @DRUG$ in the liver ."DRUGA is directly converted from	0
0	For the years 1992 to 1996, sodium @DRUG$ complex in @DRUG$ had an allergy event reporting rate of 3.3 allergy episodes per million doses per year compared with a similar rate of 8.7 reported allergy events per million doses per year for iron dextran in the United States in 1995.	For the long time 1992 to 1996 , sodium @DRUG$ complex in @DRUG$ had an allergy case reporting rate of 3.3 allergy episodes per million window pane per year compared with a exchangeable rate of 8.7 reported allergy events per million window pane per year for iron dextran in the connect States in 1995 .	For the years 1992 to 1996 , sodium @DRUG$ complex in @DRUG$ had an allergy event States rate of 3.3 allergy episodes per million doses per year compared of a similar rate per 8.7 in allergy events reporting million doses per year for iron dextran in the United with reported 1995 .	For the years 1992 to 1996 , @DRUG$ complex in @DRUG$ had an allergy event reporting rate of 3.3 allergy episodes per million doses per year compared with a similar rate of 8.7 reported allergy events per million doses per year for iron dextran in the United States in 1995 .	For the years 1992 to 1996, sodium @DRUG$ complex in @DRUG$ had an allergy event reporting rate of 3.3 allergy episodes per million doses per year compared with a similar rate of 8.7 reported allergy events per million doses per year for iron dextran in the United States in	0
0	3 The kappa-agonists, such @DRUG$ ethylketazocine, nalorphine, Mr2034 and @DRUG$, were essentially inactive against heat nociception except at doses that caused sedation and motor incapacitation.	3 The kappa-agonists , such @DRUG$ ethylketazocine , nalorphine , Mr2034 and @DRUG$ , were basically passive against heat nociception except at doses that caused drugging and motor incapacitation .	3 The against nalorphine such @DRUG$ ethylketazocine , , , Mr2034 and @DRUG$ , were essentially inactive kappa-agonists heat nociception caused at doses that except sedation and motor incapacitation .	3 The kappa-agonists such @DRUG$ ethylketazocine , nalorphine , Mr2034 and @DRUG$ , were essentially inactive against heat nociception except at doses that caused sedation and motor incapacitation .	3 The kappa-agonists , such as @DRUG$ ethylketazocine , nalorphine , Mr2034 and @DRUG$ , were essentially inactive against heat nociception except at doses that caused sedation and motor incapacitation .	0
0	Distigmine, @DRUG$, and donepezil competed for specific binding sites of [N-methyl-(3)H]scopolamine methyl chloride ([(3)H]NMS ) and [(3)H]oxotremorine-@DRUG$ in the bladder, submaxillary gland and cerebral cortex of rats in a concentration-dependent manner, indicating significant binding activity of muscarinic receptors.	Distigmine , @DRUG$ , and donepezil competed for specific binding sites of [ N-methyl - ( 3 ) total heat ] scopolamine methyl group chloride ( [ ( 3 ) total heat ] land of enchantment ) and [ ( 3 ) total heat ] oxotremorine -@DRUG$ in the bladder , submaxillary gland and intellectual cortex of rats in a compactness - dependent manner , indicating significant binding action of muscarinic receptors .	Distigmine , @DRUG$ , and - competed for specific binding sites of [ N-methyl gland ( 3 ) H ] scopolamine methyl chloride ( [ ( 3 ) submaxillary ] NMS ) manner [ ( 3 ) H ] oxotremorine -@DRUG$ in the bladder , H - and cerebral cortex of concentration in a rats donepezil dependent and , indicating significant binding activity of muscarinic receptors .	Distigmine , @DRUG$ , and donepezil competed for specific binding sites of [ N-methyl - ( 3 ) H scopolamine methyl chloride ( [ ( 3 ) H ] ) and [ ( 3 ) H ] oxotremorine -@DRUG$ in the , submaxillary gland and cerebral cortex of rats in concentration - dependent manner , indicating significant activity of muscarinic receptors .	Distigmine, @DRUG$, and donepezil competed for specific binding sites of [N-methyl-(3)H]scopolamine methyl chloride ([(3)H]NMS) and [(3)H]oxotremorine-@DRUG$ in the bladder	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus @DRUG$ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and @DRUG$ 100 mg/d plus HCTZ 12.5 mg/d.	In comparative trials in the management of high blood pressure , the combination of trandolapril 1 or 2 mg /d and verapamil atomic number  180 mg /d was statistically undistinguishable from or master to the combinations of atenolol fifty or 100 mg /d addition chlorthalidone 12.5 or twenty five mg /d , captopril fifty mg / d addition @DRUG$ twenty five mg /d , lisinopril twenty mg / d addition HCTZ 12.5 mg /d , and @DRUG$ 100 mg / d addition HCTZ 12.5 mg/d .	In comparative management in the of trials hypertension , the combination of 12.5 50 or 2 mg /d and verapamil superior 180 mg /d was statistically indistinguishable plus or ER to the combinations of atenolol 50 or 100 mg /d from captopril 12.5 or 25 mg /d , chlorthalidone 1 mg 100 d plus @DRUG$ 25 mg /d , lisinopril 20 mg / d plus HCTZ trandolapril mg /d , and @DRUG$ / mg / d plus HCTZ 12.5 mg/d .	In comparative trials management of hypertension , the of trandolapril 1 or 2 mg /d and ER 180 mg /d statistically indistinguishable from or to the combinations atenolol 50 or 100 mg /d chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus @DRUG$ 25 mg /d , lisinopril 20 mg / plus HCTZ 12.5 mg /d , and @DRUG$ 100 mg d plus HCTZ 12.5 .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	@DRUG$-sensitive potassium (@DRUG$(ATP)) channels are evolutionarily conserved plasma-membrane protein complexes, widely represented in tissue beds with high metabolic activity.	@DRUG$ - sensitive potassium ( @DRUG$ ( ATP ) ) channels are evolutionarily conserved plasma-membrane protein complex , widely map in tissue beds with high metabolic activity .	@DRUG$ - sensitive potassium ( @DRUG$ ( ATP ) ) channels are evolutionarily conserved represented plasma-membrane complexes , widely protein in tissue beds with high metabolic activity .	@DRUG$ - sensitive potassium ( @DRUG$ ( ATP ) ) channels are evolutionarily conserved plasma-membrane protein complexes , widely represented in tissue beds with high metabolic activity .	@DRUG$ - @DRUG$ are two proteins that work together to create channels in the plasma membrane of cells. These channels allow potassium ions to flow in and out of the cells, and are essential for the cells to function properly.	0
0	@DRUG$ has long duration of action and more effective than indomethacin and zileuton with ED(50) values of 2.92 @DRUG$/kg, po and 36.77 mg/kg, po, in the mechanical hyperalgesia and cold allodynia testing, respectively, against rat model of incisional pain.	@DRUG$ has recollective duration of action and more effective than indomethacin and zileuton with erectile dysfunction ( 50 ) values of 2.92 @DRUG$ / kg , po and 36.77 atomic number  / kg , po , in the mechanical hyperalgesia and cold allodynia try out , respectively , against blackleg model of incisional pain .	@DRUG$ has long duration of action and more effective and indomethacin and zileuton of ED ( 50 ) values of , @DRUG$ / kg , po and 36.77 mg / kg 2.92 po , in the mechanical hyperalgesia with cold allodynia testing , respectively , against rat model than incisional pain .	@DRUG$ has duration of action and more effective indomethacin zileuton with ED ( 50 ) values 2.92 @DRUG$ / kg , po and 36.77 mg / kg , po , in the hyperalgesia and cold allodynia testing , respectively , against model of incisional pain .	@DRUG$ is more effective than indomethacin and zileuton in the mechanical hyperalgesia and cold allodynia testing, respectively, against rat model of incisional pain.	1
0	Of the 79 antibodies in late-stage studies, 40 were undergoing evaluation as treatments for cancer, and potentially 9 of these (belantamab mafodotin, oportuzumab monatox, @DRUG$, dostarlimab, @DRUG$, 131I-omburtamab, loncastuximab tesirine, balstilimab, and zalifrelimab) may enter regulatory review in late 2019 or in 2020.	Of the 79 antibody in late-stage studies , 40 were undergoing evaluation as intervention for crab , and potentially 9 of these ( belantamab mafodotin , oportuzumab monatox , @DRUG$ , dostarlimab , @DRUG$ , 131I - omburtamab , loncastuximab tesirine , balstilimab , and zalifrelimab ) may get in regulative review in late 2019 or in 2020 .	of the 79 antibodies in potentially studies , 40 were undergoing evaluation , treatments for cancer , and late-stage 9 review these ( belantamab mafodotin , tesirine monatox , @DRUG$ , dostarlimab , @DRUG$ , 131I - omburtamab , loncastuximab oportuzumab , balstilimab as and zalifrelimab ) may enter regulatory Of in late 2019 or in 2020 .	Of the antibodies studies , 40 were undergoing evaluation as treatments for , and potentially 9 of ( belantamab mafodotin , oportuzumab monatox , @DRUG$ , @DRUG$ , 131I - omburtamab , loncastuximab , balstilimab , and zalifrelimab ) may enter regulatory review in late 2019 or in 2020	Of the 79 antibodies in late-stage studies, 40 were undergoing evaluation as treatments for cancer, and potentially 9 of these (belantamab mafodotin, oportuzumab monatox, @DRUG$, dostarlimab, @DRUG$, 131I-omb	0
0	METHODS: Wistar rats of both sexes were fed 7.3 or 73 @DRUG$/kg body weight of ethanolic @DRUG$ extract for 3 and 6 months.	METHODS : Wistar rats of both sexes were fed 7.3 or  @DRUG$ / kg body weight of ethanolic @DRUG$ extract for troika and 6 months .	METHODS : of rats Wistar both sexes were fed ethanolic or 73 @DRUG$ / kg body weight of 7.3 @DRUG$ extract for 3 and 6 months .	METHODS : Wistar rats of both sexes were fed 7.3 or 73 @DRUG$ / kg body weight of ethanolic @DRUG$ extract for 3 and 6 months .	The rats were given either a small or large amount of the @DRUG$ extract, and the effects were monitored over time. Rats that were given the smaller amount of the extract showed fewer negative effects than those given the larger amount.	1
0	RESULTS: After 22 weeks, although the changes in the estimated glomerular filtration rate and blood pressure were not significant, the percent change in the serum urate level (-45.38 vs. -0.08 %, P < 0.0001) and the percent change in urinary albumin-to-@DRUG$ ratio (-33.0 vs. -6.0 %, P = 0.0092) were found to have decreased in the topiroxostat @DRUG$ compared with the placebo.	RESULTS : later on xxii weeks , although the shift in the gauge glomerular filtration value and blood pressure were not significant , the percent change in the serum urate stratum ( - 45.38 vs. - 0.08 % , P < 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - 33.0 vs. - 6.0 % , P = 0.0092 ) were found to have decreased in the topiroxostat @DRUG$ compare with the placebo .	- : After 22 weeks in although the changes , were estimated 6.0 filtration rate and blood pressure the not significant , the percent change in the 0.08 urate level ( - % vs. - serum % , P < 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - 33.0 45.38 RESULTS glomerular vs. , P = 0.0092 ) were found to have decreased in the topiroxostat @DRUG$ compared with the placebo .	RESULTS : After 22 weeks although the changes in the estimated glomerular filtration rate and blood were not significant , the percent change in serum urate level ( - 45.38 vs. - 0.08 % , < 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - vs. 6.0 % , P = 0.0092 ) found to have decreased in the topiroxostat @DRUG$ compared with the	After 22 weeks, the percent change in the serum urate level ( - 45.38 vs. - 0.08 % , P < 0.0001 ) and the percent change in urinary albumin-to - @DRUG$ ratio ( - 33.0 vs. - 6.0 % ,	1
0	This represents a novel mechanism of action for @DRUG$ and presents HIF @DRUG$ a potential target for treatment of ischemic disease.	This represents a novel mechanism of action for @DRUG$ and presents HIF @DRUG$ a potential target area for treatment of ischaemic disease .	potential represents a novel mechanism of action treatment @DRUG$ and presents HIF @DRUG$ a This target for for of ischemic disease .	This represents a novel mechanism of action for @DRUG$ presents HIF @DRUG$ potential target for treatment of ischemic disease .	@DRUG$ is a potential target for treatment of ischemic disease, and @DRUG$ may help to achieve this by inhibiting HIF.	0
0	Eighteen volunteers completed a randomized sequence of three 4-day treatments with @DRUG$ hydrochloride 15 @DRUG$ twice daily: before food, after food, and while fasting.	Eighteen unpaid worker realized a randomize sequence of three 4 - day treatments with @DRUG$ hydrochloride 15 @DRUG$ twice daily : before food , after food , and while fasting .	Eighteen completed volunteers a randomized sequence of three 4 - day treatments with @DRUG$ hydrochloride 15 @DRUG$ twice daily : before food , food fasting , and while after .	Eighteen volunteers completed a sequence of three 4 - day treatments with @DRUG$ hydrochloride 15 @DRUG$ twice daily : before food after food , and while fasting .	Eighteen volunteers completed a randomized sequence of three 4 - day treatments with @DRUG$ hydrochloride 15 @DRUG$ twice daily : before food , after food , and while fasting ."The volunteers took DRUGA before they ate, after they ate, and while they were fasting.	0
0	In rat striatal slices SLV308 concentration-dependently attenuated forskolin stimulated accumulation of cAMP, @DRUG$ expected for a dopamine D(2) and @DRUG$(3) receptor agonist.	In rat striatal slices SLV308 concentration - dependently attenuated forskolin shake up accumulation of cAMP , @DRUG$ expected for a dopastat D ( 2 ) and @DRUG$ ( 3 ) sense organ agonist .	In rat striatal slices SLV308 dependently - 3 attenuated receptor stimulated accumulation of cAMP , @DRUG$ expected for a dopamine D ( 2 ) and @DRUG$ ( concentration ) forskolin agonist .	In rat striatal slices SLV308 concentration - dependently attenuated forskolin stimulated accumulation cAMP , @DRUG$ expected for a dopamine D ( 2 ) and @DRUG$ ( ) receptor agonist .	SLV308 concentration - dependently attenuated forskolin stimulated accumulation of cAMP"This means that when the concentration of SLV308 increased, the amount of cAMP decreased. @DRUG$ is a dopamine D (2) receptor agonist, which means it stimulates the activity of	1
1	Coadministration of haloperidol, cimetidine, @DRUG$, chlorpromazine, warfarin, digoxin or flumazenil do not alter the pharmacokinetics of zolpidem; flumazenil predictably antagonises the hypnotic effects of @DRUG$.	Coadministration of haloperidol , tagamet , @DRUG$ , chlorpromazine , warfarin , lanoxin or flumazenil do not alter the pharmacokinetics of zolpidem ; flumazenil predictably antagonises the spellbinding effects of @DRUG$ .	Coadministration of haloperidol , cimetidine , @DRUG$ , chlorpromazine do the hypnotic digoxin or flumazenil , not alter warfarin pharmacokinetics of zolpidem ; flumazenil predictably antagonises the , effects of @DRUG$ .	Coadministration of haloperidol , cimetidine , @DRUG$ , warfarin , digoxin flumazenil do not alter the pharmacokinetics of zolpidem ; flumazenil predictably antagonises hypnotic effects @DRUG$ .	Coadministration of haloperidol, cimetidine, @DRUG$, chlorpromazine, warfarin, digoxin or flumazenil do not alter the pharmacokinetics of zolpidem; flumazenil predictably antagonises the hypnotic effects of	1
1	In conclusion, aranidipine and @DRUG$ have the ability to induce ABCA1 protein by distinct mechanisms; protein kinase A is involved in the @DRUG$-induced ABCA1 upregulation.	hoosier state closing , aranidipine and @DRUG$ have the ability to induce ABCA1 protein by distinct mechanism ; protein kinase A is involved in the @DRUG$ - induced ABCA1 upregulation .	In ABCA1 , aranidipine A @DRUG$ have the ability to induce conclusion protein by mechanisms distinct ; protein kinase and is involved in the @DRUG$ - induced ABCA1 upregulation .	In conclusion , aranidipine and @DRUG$ have the ability induce ABCA1 protein by distinct mechanisms ; protein kinase A is involved in the @DRUG$ - induced ABCA1 upregulation .	Aranidipine and @DRUG$ have the ability to induce ABCA1 protein by distinct mechanisms; protein kinase A is involved in the @DRUG$-induced ABCA1 upregulation.	0
1	@DRUG$ (0.58 mg m(-2)) was administered via a central line, after premedication with @DRUG$, to 147 patients as a 3-h infusion weekly for 3 weeks followed by 1-week rest.	@DRUG$ ( 0.58 milligram m ( - two ) ) was administered via a fundamental line , after premedication with @DRUG$ , to 147 patient role as a 3 - h infusion weekly for 3 weeks followed by 1 - week rest .	@DRUG$ ( 0.58 mg a ( - 2 ) ) was administered via a central m , after premedication with @DRUG$ , to 147 patients 3 weekly as - h infusion line for 3 weeks followed by 1 - week rest .	@DRUG$ 0.58 mg m ( - 2 ) ) was administered a central , after premedication with @DRUG$ , to patients as a 3 - h infusion weekly for 3 weeks followed by 1 - rest .	@DRUG$ was administered via a central line, after premedication with @DRUG$, to 147 patients as a 3-h infusion weekly for 3 weeks followed by 1-week rest.	0
0	Recent studies by Foy and coworkers strongly suggest that NS3-mediated cleavage of host factors may abrogate cellular response to alpha interferon (IFN-alpha) (E. Foy, K. Li, R. Sumpter, Jr., @DRUG$.-@DRUG$.	Recent meditate by Foy and coworkers strongly indicate that NS3 - mediated segmentation of host factors english hawthorn abrogate cellular response to alpha interferon ( IFN - alpha ) ( E. Foy , K. Li , R. Sumpter , Jr. , @DRUG$ .-@DRUG$ .	Recent studies by Foy and response strongly suggest that NS3 - mediated cleavage IFN host factors of abrogate cellular coworkers to , interferon ( may - alpha ) ( E. Foy , K. Li alpha R. Sumpter , Jr. , @DRUG$ .-@DRUG$ .	Recent studies by Foy and coworkers strongly suggest that NS3 - mediated cleavage of host may cellular response to alpha interferon ( IFN alpha ) ( E. Foy , K. Li , Sumpter , , @DRUG$ .-@DRUG$ .	Studies have shown that @DRUG$ can cleave host factors that may block the cellular response to alpha interferon (IFN-alpha).	1
0	RESULTS: Forty-two days after the end of therapy in the modified intention-to-treat analysis, a successful outcome was documented for 53 of 120 patients who received @DRUG$ @DRUG$ compared with 48 of 115 patients who received standard therapy (44.2 percent vs. 41.7 percent; absolute difference, 2.4 percent; 95 percent confidence interval, -10.2 to 15.1 percent).	RESULTS : Forty - two  hour interval after the end of therapy in the modified intention - to -treat analysis , a successful outcome was document for 53 of 120 patients who received @DRUG$ @DRUG$ compared with 48 of 115 patients who received standard therapy ( 44.2 per centum vs. 41.7 per centum ; sheer difference , 2.4 per centum ; ninety five per centum trust interval , - 10.2 to 15.1 per centum ) .	120 : Forty - two days after outcome end of therapy in the 2.4 intention - to standard analysis , a successful the , documented for 53 of RESULTS patients who received @DRUG$ @DRUG$ compared with 48 of 115 patients who confidence -treat therapy ( 44.2 percent vs. 41.7 percent ; absolute difference was modified percent ; 95 percent received interval , - 10.2 to 15.1 percent ) .	RESULTS : Forty two days after the end therapy in the modified intention - to , a successful outcome was for 53 of 120 patients who received @DRUG$ @DRUG$ compared with 48 of 115 patients who received standard therapy ( 44.2 percent vs. percent difference , 2.4 percent ; percent confidence interval , - 10.2 to 15.1 percent ) .	Forty-two days after the end of therapy, a successful outcome was documented for 53 of 120 patients who received @DRUG$ @DRUG$ compared with 48 of 115 patients who received standard therapy (44.2 percent vs. 41.7 percent; absolute difference, 2.4 percent; 95	0
0	An update on @DRUG$ @DRUG$ a treatment for Alzheimer's disease.	associate in nursing update on @DRUG$ @DRUG$ a treatment for Alzheimer 's disease .	An update on @DRUG$ @DRUG$ Alzheimer treatment for a 's disease .	update on @DRUG$ @DRUG$ a treatment for Alzheimer 's disease .	@DRUG$ is an update on @DRUG$, a treatment for Alzheimer's disease.	0
1	Treatment with poractant alfa (200 mg/kg initial dose) resulted in rapid reduction in supplemental oxygen with fewer additional doses of surfactant versus treatment with @DRUG$ in infants <35 weeks gestation with RDS, and significantly reduced mortality ( p <0.05) than either beractant or @DRUG$ (100 mg/kg dosing) in infants < or =32 weeks gestation with RDS.	Treatment with poractant alfa ( 200 milligram / kg initial dose ) ensue in rapid reduction in supplementary oxygen with few additional doses of surfactant versus treatment with @DRUG$ in infants < 35 calendar week gestation with RDS , and significantly boil down mortality ( p < 0.05 ) than either beractant or @DRUG$ ( 100 milligram / kg dosing ) in infants < or =32 calendar week gestation with RDS .	and with poractant alfa ( 200 mg rapid kg initial dose ) resulted in / ) in supplemental oxygen with fewer additional doses of surfactant =32 treatment with @DRUG$ with infants < 35 weeks gestation in RDS , Treatment significantly reduced mortality ( p < 0.05 reduction than or beractant or @DRUG$ ( 100 mg / kg dosing ) in infants < either versus weeks gestation with RDS .	Treatment alfa ( 200 mg / kg initial dose ) resulted in rapid reduction in supplemental oxygen with fewer doses of surfactant versus treatment with @DRUG$ in infants < 35 weeks gestation with RDS and significantly reduced mortality ( p < 0.05 ) than either beractant or @DRUG$ ( mg / kg dosing ) in infants =32 weeks gestation with RDS .	Poractant alfa (200 mg/kg initial dose) resulted in rapid reduction in supplemental oxygen with fewer additional doses of surfactant versus treatment with @DRUG$ in infants <35 weeks gestation with RDS, and significantly reduced mortality (p < 0.05) than either beract	1
0	Among the various inhibitors tested, p-nitrophenyl @DRUG$'-guanidinobenzoate, N,N-dimethylamino p-(p'-guanidinobenzoyloxy)-benzoyl glycolate and N,N-dimethylamino p-(p'-guanidinobenzoyloxy)-benzilcarbonyloxy glycolate were the most effective inhibitors of trypsin, plasmin, plasma kallikrien and @DRUG$, and they strongly inhibited the esterolytic activities of C1r- and C1 esterase.	Among the assorted inhibitors screen , p-nitrophenyl @DRUG$ '- guanidinobenzoate , N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) - benzoyl glycolate and N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) - benzilcarbonyloxy glycolate were the most in force inhibitors of trypsin , plasmin , plasma kallikrien and @DRUG$ , and they powerfully conquer the esterolytic activities of C1r - and C1 esterase .	Among the various inhibitors tested , p-nitrophenyl @DRUG$ '- guanidinobenzoate , N,N-dimethylamino inhibited esterolytic - benzoyl glycolate and N,N-dimethylamino , ) ) effective glycolate were the most benzilcarbonyloxy inhibitors of trypsin , plasmin p-(p'-guanidinobenzoyloxy plasma kallikrien and @DRUG$ , and they strongly p-(p'-guanidinobenzoyloxy the - activities of C1r - and C1 esterase .	Among the inhibitors tested , p-nitrophenyl @DRUG$ '- guanidinobenzoate N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) benzoyl glycolate and N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) - benzilcarbonyloxy glycolate were the most effective inhibitors of trypsin , plasmin , plasma kallikrien and @DRUG$ , and they strongly inhibited esterolytic activities of C1r - and esterase .	@DRUG$ is a strong inhibitor of @DRUG$, and it strongly inhibits the esterolytic activities of C1r - and C1 esterase.	0
0	Fixed drug eruption is a delayed type hypersensitivity reaction to a drug seen most frequently with antibiotics such @DRUG$ tetracyclines, sulfonamides, and NSAIDs such as naproxen and @DRUG$.	Fixed drug eruption is a delayed type hypersensitivity chemical reaction to a drug visualise most frequently with antibiotics such @DRUG$ tetracyclines , sulfonamide , and NSAIDs such as naproxen and @DRUG$ .	Fixed drug eruption is a delayed type NSAIDs such to a drug such most frequently with antibiotics reaction @DRUG$ tetracyclines , sulfonamides , and hypersensitivity seen as naproxen and @DRUG$ .	Fixed drug eruption is a delayed type reaction to a drug seen most frequently with antibiotics such @DRUG$ tetracyclines , sulfonamides , and NSAIDs such naproxen and @DRUG$ .	Fixed drug eruption is a delayed type hypersensitivity reaction to a drug. This reaction is seen most frequently with antibiotics such as tetracyclines, sulfonamides, and NSAIDs such as naproxen.	1
0	The accumulations of dihomo-gamma-linolenic acid [DGLA; 20:3(n-6)], an elongase product of @DRUG$, into phospholipids and ceramides, of 15-hydroxyeicosatrienoic acid (15-HETrE), the potent antiproliferative metabolite of @DRUG$, and of ceramides, the major lipid maintaining epidermal barrier, in the epidermis of group BO were greater than of groups BS and PO.	The accumulations of dihomo-gamma-linolenic acid [ DGLA ; 20:3 ( north - half dozen ) ] , an elongase product of @DRUG$ , into phospholipids and ceramides , of 15 - hydroxyeicosatrienoic acid ( 15 - HETrE ) , the potent antiproliferative metabolite of @DRUG$ , and of ceramides , the john major lipid conserve epidermal barrier , in the epidermis of group BO were peachy than of groups bacillus and atomic number  .	] accumulations of the acid [ DGLA ; 20:3 ( n - 6 ) , BO an group product of @DRUG$ , into phospholipids and ceramides , of 15 - hydroxyeicosatrienoic acid HETrE 15 ) ( - The dihomo-gamma-linolenic potent antiproliferative metabolite of @DRUG$ , and of ceramides , the major lipid maintaining epidermal barrier , in the epidermis of elongase , were greater than of groups BS and PO .	The accumulations of dihomo-gamma-linolenic acid [ DGLA ; 20:3 n - 6 ) ] , an elongase product of @DRUG$ , into phospholipids and ceramides , of 15 hydroxyeicosatrienoic acid ( 15 - HETrE ) , the potent antiproliferative metabolite @DRUG$ , and of ceramides , the lipid maintaining epidermal barrier , epidermis of group BO greater than of groups BS PO .	The accumulations of dihomo-gamma-linolenic acid [ DGLA ; 20:3 ( n - 6 ) ] , an elongase product of @DRUG$ , into phospholipids and ceramides , of 15 - hydroxyeicosatrieno	1
0	The results of 2 double-blind, placebo-controlled phase 3 studies in patients with lower urinary tract symptoms associated with benign prostatic hyperplasia suggests that 10 @DRUG$ of @DRUG$ administered once daily without dose titration is superior to placebo in terms of symptom and urinary flow rate improvement.	The results of  double- blind , placebo- controlled phase 3 studies in patients with lower urinary tract symptoms associated with benignant prostatic hyperplasia advise that 10 @DRUG$ of @DRUG$ administered once day by day without lucy in the sky with diamonds titration is superior to placebo in terms of symptom and urinary flow rate improvement .	of results terms 2 double- blind patients placebo- controlled phase 3 studies in , with lower urinary tract symptoms daily with benign prostatic hyperplasia suggests that 10 @DRUG$ associated @DRUG$ administered once of without dose titration is superior to placebo in of The symptom and urinary flow rate improvement .	The results of 2 double- blind , controlled phase 3 studies in patients with lower urinary symptoms associated with benign prostatic hyperplasia suggests that 10 @DRUG$ of @DRUG$ administered once daily without dose titration is superior to placebo in terms of symptom and flow rate improvement .	@DRUG$ is superior to placebo in terms of symptom and urinary flow rate improvement when administered once daily without dose titration.	1
0	Novel therapeutics seek to improve upon current factor concentrates by several different mechanisms: (1) extending the half-life of circulating exogenous factor protein, (2) replacing the gene necessary for production of endogenous factor protein, (3) employing bispecific antibody technology to mimic the coagulation function of @DRUG$, (4) disrupting anticoagulant proteins, such @DRUG$ tissue factor pathway inhibitor (TFPI) or antithrombin (AT3) with antibodies, aptamers, or RNA interference technology.	Novel therapeutics search to improve upon current factor concentrates by several different mechanisms : ( 1 ) stretch the half - life of circulating exogenous factor protein , ( ii ) replacing the factor requirement for production of endogenous factor protein , ( leash ) employing bispecific antibody engineering science to mimic the coagulation function of @DRUG$ , ( 4 ) disrupting anticoagulant proteins , such @DRUG$ tissue factor nerve pathway inhibitor ( TFPI ) or antithrombin ( AT3 ) with antibodies , aptamers , or RNA interference engineering science .	( ) for to improve upon current factor concentrates 2 , therapeutics mechanisms : ( 1 ) extending ) half - life of circulating exogenous factor , , ( by ) replacing the gene necessary seek production of endogenous factor protein several ( 3 the employing bispecific antibody technology to mimic the coagulation function of @DRUG$ protein Novel 4 ) disrupting anticoagulant proteins , such @DRUG$ tissue factor pathway inhibitor ( TFPI different or antithrombin ( AT3 ) with antibodies , aptamers , or RNA interference technology .	Novel therapeutics seek to improve upon current factor concentrates by several different mechanisms : ( 1 ) extending the half - life of circulating exogenous factor protein , ( 2 ) replacing the gene necessary for production of factor protein , ( 3 ) employing bispecific antibody technology mimic the coagulation function of @DRUG$ , ( 4 ) disrupting anticoagulant proteins such @DRUG$ tissue factor pathway inhibitor ( TFPI ) or antithrombin ( AT3 ) with antibodies , aptamers or RNA interference technology .	Novel therapeutics seek to improve upon current factor concentrates by several different mechanisms : ( 1 ) extending the half - life of circulating exogenous factor protein , ( 2 ) replacing the gene necessary for production of endogenous factor protein , ( 3 ) employing bispecific antibody technology to mimic the coag	1
0	RESULTS: Irregular absorption was observed with @DRUG$ and @DRUG$, which may be caused by enterohepatic cycling.	outcome : Irregular absorption was observed with @DRUG$ and @DRUG$ , which may be caused by enterohepatic cycling .	RESULTS : Irregular absorption was observed with @DRUG$ and @DRUG$ , which may cycling caused by enterohepatic be .	RESULTS : Irregular absorption was observed with @DRUG$ @DRUG$ , which may be caused enterohepatic cycling .	Irregular absorption was observed with @DRUG$ and @DRUG$, which may be caused by enterohepatic cycling."In other words, DRUGA and DRUGB may interact with each other in a way that causes irregular absorption.	0
0	Compared to indomethacin and diclofenac, the oxicams have a moderate inhibitory activity on the synthesis and release of prostaglandins; @DRUG$ is half as active @DRUG$ piroxicam, reflecting the correspondent difference in their steady-state plasma concentrations.	Compared to indomethacin and diclofenac , the oxicams have a moderate repressive activity on the synthesis and release of prostaglandins ; @DRUG$ is half as active @DRUG$ piroxicam , reflecting the newspaperman deviation in their steady -state plasma compactness .	Compared to indomethacin have diclofenac , the oxicams and a moderate inhibitory activity on the synthesis and release of , ; @DRUG$ is half as active @DRUG$ piroxicam prostaglandins reflecting their correspondent difference -state the steady in plasma concentrations .	Compared to and diclofenac , oxicams have a moderate inhibitory activity on the synthesis and release of prostaglandins ; @DRUG$ is as active @DRUG$ piroxicam reflecting the correspondent difference in their steady -state plasma concentrations .	@DRUG$ is half as active as @DRUG$ piroxicam, reflecting the correspondent difference in their steady-state plasma concentrations.	0
1	Amphetamine could be detected (> 5 @DRUG$/mL) in the urine for up to 119 h. Analysis of the metabolically produced amphetamine showed the presence of both enantiomers, which can be helpful in the differentiation of some illicit @DRUG$ use from the use of this precursor drug.	Amphetamine could be detected ( > 5 @DRUG$ / mL ) in the urine for up to 119 h. depth psychology of the metabolically bring forth pep pill showed the presence of both enantiomers , which can be helpful in the differentiation of some outlaw @DRUG$ use from the use of this precursor dose .	Amphetamine could be detected to > 5 @DRUG$ / mL ) in Analysis urine from up ( 119 h. the of for metabolically produced amphetamine showed the presence of both enantiomers drug which can be helpful in the differentiation of some illicit @DRUG$ use the the use of this precursor , .	Amphetamine could be detected ( > 5 @DRUG$ mL ) in the urine for up to 119 h. of the metabolically produced amphetamine showed the presence of both enantiomers which can helpful in the differentiation of some illicit @DRUG$ use from use of this precursor drug .	Amphetamine can be detected in the urine for up to 119 hours after it is taken. The analysis of the metabolically produced amphetamine showed the presence of both enantiomers, which can be helpful in the differentiation of some illicit drug use from the use of this precursor drug.	1
0	In addition, enteral or parenteral cystine, methionine, N-acetyl-@DRUG$, and @DRUG$-2-oxothiazolidine-4-carboxylate are effective precursors of cysteine for tissue GSH synthesis.	atomic number  addition , enteric or parenteral cystine , methionine , N-acetyl - @DRUG$ , and @DRUG$ - deuce - oxothiazolidine - 4 - carboxylate are effective precursors of cysteine for tissue GSH synthesis .	In addition , and or parenteral cystine , - GSH N-acetyl - @DRUG$ , enteral @DRUG$ - 2 methionine oxothiazolidine - 4 - carboxylate are effective precursors of cysteine for tissue , synthesis .	In addition , enteral or parenteral cystine , , N-acetyl - @DRUG$ , and @DRUG$ - 2 oxothiazolidine - 4 - carboxylate are effective precursors of cysteine for tissue GSH synthesis .	@DRUG$ and @DRUG$ are both effective precursors of cysteine for tissue GSH synthesis.	0
0	METHODS: All infants from both trials who were randomly assigned to administration of lucinactant (175 mg/kg), colfosceril @DRUG$ (67.5 @DRUG$/kg), beractant (100 mg/kg), or poractant alfa (175 mg/kg) were prospectively followed through 1 year corrected age, at which point masked assessment of outcomes was performed for surviving infants.	METHODS : All babe from both trials who were arbitrarily assigned to government activity of lucinactant ( 175 magnesium / kilo ) , colfosceril @DRUG$ ( 67.5 @DRUG$ / kilo ) , beractant ( 100 magnesium / kilo ) , or poractant alfa ( 175 magnesium / kilo ) were prospectively followed through ane year corrected age , at which point masked assessment of outcomes was perform for surviving babe .	METHODS ( All mg from both trials who were randomly assigned to administration of lucinactant followed / infants / kg ) were colfosceril @DRUG$ ( 67.5 @DRUG$ 175 kg ) , beractant performed 100 mg / kg ) , or poractant alfa ( 175 mg / kg ) , prospectively ( through 1 year corrected age , at which point masked assessment of : was outcomes for surviving infants .	METHODS : All infants from both trials who were assigned to administration lucinactant ( 175 mg / kg ) , colfosceril @DRUG$ ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or poractant alfa ( 175 mg / kg ) were prospectively followed through 1 year corrected age , at which point masked assessment of was performed for surviving infants .	All infants from both trials who were randomly assigned to administration of lucinactant ( 175 mg / kg ) , colfosceril @DRUG$ ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or poractant alfa ( 175	0
0	Study 1 randomized 46 healthy subjects, who were extensive CYP2D6 metabolizers, to receive 0, 2.5, 10, 25, 50, or 75 mg @DRUG$ twice daily in combination with 30 mg @DRUG$ for 7 days.	Study 1 randomise 46 healthy subject , who were extensive CYP2D6 metabolizers , to receive 0 , 2.5 , 10 , 25 , fifty , or 75 mg @DRUG$ twice daily in combination with 30 mg @DRUG$ for vii days .	Study 1 randomized 46 healthy subjects , , , extensive CYP2D6 metabolizers , to receive 0 were 2.5 , in , 25 who 50 daily or 75 mg @DRUG$ twice , 10 combination with 30 mg @DRUG$ for 7 days .	Study 1 randomized 46 subjects , who were extensive CYP2D6 metabolizers , to receive 0 , 2.5 , 10 , 25 , , or 75 mg @DRUG$ twice daily in combination with mg @DRUG$ for days .	Study 1 randomized 46 healthy subjects , who were extensive CYP2D6 metabolizers , to receive 0 , 2.5 , 10 , 25 , 50 , or 75 mg @DRUG$ twice daily in combination with 30 mg @DRUG$ for 7 days ."In other words, if you	0
0	It differs in structure from native @DRUG$ by 3 @DRUG$, a structural modification that provides a delayed onset of action and a constant, peakless effect that has a duration of at least 24 hours.	It differs in structure from native @DRUG$ by 3 @DRUG$ , a structural qualifying that provides a delayed onset of action and a constant , peakless effect that has a duration of at least two dozen time of day .	modification differs in structure from native @DRUG$ by 3 @DRUG$ , a structural and that provides a delayed onset of action It a constant peakless , effect that has a duration of at least 24 hours .	It differs in structure from native @DRUG$ by 3 @DRUG$ , a structural modification that provides a delayed onset of action and a constant , peakless effect that has a duration of at least 24 hours .	@DRUG$ is structurally modified by 3 @DRUG$ to provide a delayed onset of action and a constant, peakless effect that lasts for at least 24 hours.	0
0	Clinical utility of @DRUG$ 50 @DRUG$/d for treating MDD: a review of two randomized placebo-controlled trials for the practicing physician.	Clinical utility of @DRUG$ l @DRUG$ / d for treating MDD : a review of two randomized placebo-controlled trial for the practicing physician .	Clinical utility of @DRUG$ 50 @DRUG$ / review for treating MDD d a : of two randomized placebo-controlled trials for the practicing physician .	utility of @DRUG$ 50 @DRUG$ / d for treating MDD : a review of two randomized placebo-controlled trials for the practicing physician .	Clinical utility of @DRUG$ 50 @DRUG$ / d for treating MDD : a review of two randomized placebo-controlled trials for the practicing physician ."DRUGA is clinically useful for treating MDD when used in conjunction with DRUGB.	0
0	BP was also reduced with @DRUG$ in patients with impaired @DRUG$ tolerance.	BP was also reduced with @DRUG$ in patients with mar @DRUG$ tolerance .	BP in also reduced with @DRUG$ was patients with impaired @DRUG$ tolerance .	BP also reduced @DRUG$ in patients with impaired @DRUG$ tolerance .	BP was reduced with @DRUG$ in patients with impaired @DRUG$ tolerance .	0
0	In contrast, @DRUG$ (18:2 n-6) and @DRUG$ (20:4 n-6), the major components of polyunsaturated fatty acid in the n-6 family, decreased in plasma and all tissues analyzed.	In contrast , @DRUG$ ( 18:2 n- 6 ) and @DRUG$ ( 20:4 n- 6 ) , the john roy major components of polyunsaturated fatty acidulent in the n-6 family , decreased in blood plasma and all tissues analyzed .	In contrast , @DRUG$ ( 18:2 n- and ) and @DRUG$ ( 20:4 n- the ) , 6 major components of polyunsaturated fatty acid in the n-6 family , decreased in plasma tissues all 6 analyzed .	In contrast , @DRUG$ ( 18:2 n- ) and @DRUG$ ( 20:4 n- 6 ) , the major components of polyunsaturated fatty acid in the n-6 family , in and all tissues analyzed	@DRUG$ and @DRUG$, the major components of polyunsaturated fatty acid in the n-6 family, decreased in plasma and all tissues analyzed.	0
0	The original studies in the 1980s used decitabine @DRUG$ a classical anticancer drug, at its maximum clinically tolerated dose, 1500 to 2500 mg/@DRUG$(2) per course.	The original sketch in the 1980s used decitabine @DRUG$ a classical anticancer do drugs , at its level best clinically tolerated dose , 1500 to 2500 mg / @DRUG$ ( 2 ) per course .	The original studies in classical 1980s used 2500 @DRUG$ a at anticancer drug , the its maximum clinically tolerated dose , 1500 to decitabine mg / @DRUG$ ( 2 ) per course .	The original studies in the 1980s used decitabine @DRUG$ a classical anticancer drug , at its maximum clinically tolerated dose 1500 to 2500 mg / @DRUG$ ( ) per course .	The original studies in the 1980s used decitabine (an anticancer drug) at its maximum clinically tolerated dose, 1500 to 2500 mg per course.	1
0	@DRUG$ an adverse effect of @DRUG$, an aggravation of congestive heart failure was recognized in one case with cardiac sarcoidosis.	@DRUG$ an adverse effect of @DRUG$ , an aggravation of congestive inwardness bankruptcy was recognized in one case with cardiac sarcoidosis .	@DRUG$ an adverse effect , @DRUG$ of an aggravation of cardiac heart failure was recognized in one case with congestive sarcoidosis .	@DRUG$ an adverse effect @DRUG$ , aggravation of congestive heart failure was recognized in one case with cardiac sarcoidosis .	@DRUG$ is an adverse effect of @DRUG$, an aggravation of congestive heart failure was recognized in one case with cardiac sarcoidosis.	0
1	@DRUG$ (10 mg/kg, i.p.) significantly attenuated wet dog shakes (WDS) induced by 5-HTP (75 mg/kg, i.p.; 30 min after @DRUG$ 25 mg/kg, i.p.).	@DRUG$ ( 10 mg / kg , i.p. ) importantly attenuated wet dog shakes ( WDS ) induced by 5 - HTP ( lxxv mg / kg , i.p. ; thirty min after @DRUG$ twenty five mg / kg , i.p. ) .	@DRUG$ ( 10 mg / kg , i.p. 5 significantly / wet dog shakes ( WDS ) induced by ) - HTP ( ; mg , kg attenuated i.p. 75 30 min after @DRUG$ 25 mg / kg , i.p. ) .	@DRUG$ 10 mg / kg , i.p. ) significantly attenuated wet dog shakes ( WDS ) induced by 5 - HTP 75 mg / kg , i.p. ; 30 min after @DRUG$ 25 mg / kg , i.p. ) .	@DRUG$ ( 10 mg / kg , i.p. ) significantly attenuated wet dog shakes ( WDS ) induced by 5 - HTP ( 75 mg / kg , i.p. ; 30 min after @DRUG$ 25 mg / kg , i.p. ) .	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, @DRUG$, naproxen, @DRUG$, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method allowed the detection of cure concentrations of acemetacin , datril ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , lodine , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , orudis kt , lonazolac , meclofenamic acid , mefenamic acid , @DRUG$ , naproxen , @DRUG$ , butazolidin , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin in piss samples .	This , allowed the detection of acetylsalicylic concentrations ketoprofen acemetacin , acetaminophen ( ) paracetamol , therapeutic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , of , lonazolac , meclofenamic acid , mefenamic acid , @DRUG$ , naproxen , @DRUG$ , phenylbutazone method suxibuzone , tiaprofenic acid tolfenamic , acid , and tolmetin in urine samples .	method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acid , diclofenac , , etodolac , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , @DRUG$ , naproxen , @DRUG$ , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin in urine samples	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	@DRUG$ was found to have the highest association constant (K1) and @DRUG$-tert-amylphenol, the lowest.	@DRUG$ was found to have the mellow association constant ( K1 ) and @DRUG$ - tert-amylphenol , the humble .	@DRUG$ was found and have the highest association constant ( to ) K1 @DRUG$ - tert-amylphenol , the lowest .	@DRUG$ was found to have the association constant ( K1 ) @DRUG$ - tert-amylphenol , the lowest .	The higher the association constant ( K1 ) between two substances, the more likely they are to interact and form a complex.""The lower the association constant ( K1 ) between two substances, the less likely they are to interact and form a complex.	1
0	A long-term five-year randomized controlled trial of @DRUG$, sodium aurothiomalate, @DRUG$ and penicillamine in the treatment of patients with rheumatoid arthritis.	A long- term  -year randomized manipulate trial of @DRUG$ , sodium aurothiomalate , @DRUG$ and penicillamine in the treatment of patients with rheumatoid arthritis .	A long- , five -year randomized controlled trial of @DRUG$ , sodium aurothiomalate with @DRUG$ and penicillamine in the treatment of patients term rheumatoid arthritis .	A long- term five -year randomized controlled of @DRUG$ , sodium aurothiomalate , @DRUG$ and penicillamine in the of patients with rheumatoid .	A long- term five -year randomized controlled trial of @DRUG$ , sodium aurothiomalate , @DRUG$ and penicillamine in the treatment of patients with rheumatoid arthritis .	0
0	Based on our review, 11 prophylactic drugs received a strong recommendation for use (@DRUG$, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, butterbur, riboflavin, coenzyme Q10, and magnesium citrate) and 6 received a weak recommendation (divalproex sodium, flunarizine, pizotifen, venlafaxine, verapamil, and lisinopril).	free base on our limited review , 11 prophylactic drugs received a strong recommendation for use ( @DRUG$ , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , @DRUG$ , petasites hybridus , vitamin g , coenzyme Q10 , and magnesium citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , pizotifen , venlafaxine , isoptin , and prinival ) .	Based lisinopril our review , 11 prophylactic drugs received a strong recommendation for venlafaxine ( @DRUG$ , propranolol , nadolol , metoprolol , 6 , gabapentin , @DRUG$ , butterbur , riboflavin , ) Q10 , and magnesium amitriptyline ) and citrate received a weak recommendation ( divalproex sodium , and , pizotifen , use , verapamil , flunarizine on coenzyme .	on our review , 11 prophylactic drugs received a strong recommendation for use ( @DRUG$ , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , @DRUG$ , butterbur , riboflavin , coenzyme Q10 magnesium citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , pizotifen , venlafaxine verapamil , and lisinopril ) .	Based on our review, 11 prophylactic drugs received a strong recommendation for use (@DRUG$, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, butterbur, riboflavin, coenzyme Q	1
0	The polyether antibiotic @DRUG$ and its methyl ester derivative inhibited photophosphorylation and proton uptake in isolated @DRUG$ chloroplasts.	The polyether antibiotic @DRUG$ and its methyl ester differential inhibited photophosphorylation and proton uptake in isolated @DRUG$ chloroplasts .	The polyether antibiotic @DRUG$ and its methyl ester derivative inhibited photophosphorylation and proton in uptake isolated @DRUG$ chloroplasts .	The polyether antibiotic @DRUG$ and its methyl ester derivative inhibited photophosphorylation and proton uptake in @DRUG$ chloroplasts .	@DRUG$ inhibits photophosphorylation and proton uptake in isolated @DRUG$ chloroplasts.	0
0	Phase III clinical trials of @DRUG$, rimegepant and ubrogepant all @DRUG$ their primary endpoints, so the options for migraine-targeted acute therapy will likely soon increase.	Phase III clinical trials of @DRUG$ , rimegepant and ubrogepant all @DRUG$ their primary endpoints , so the selection for migraine - targeted acute therapy will probably soon increment .	and soon clinical trials of @DRUG$ , rimegepant Phase ubrogepant all @DRUG$ their primary endpoints will so the options for migraine - targeted acute therapy , likely III increase .	III clinical trials of @DRUG$ , and ubrogepant all @DRUG$ endpoints so the options for migraine - targeted acute therapy will likely soon increase .	Phase III clinical trials of @DRUG$ have all shown that it is effective in treating migraines, so the options for migraine-targeted acute therapy will likely soon increase.	1
0	Compared with the wild-type L-TA, H44 @DRUG$-TA kept its L-threo-DOPS synthesizing activity almost constant during the 20 repeated batch reactions for 100 h, yielding 4.0 @DRUG$/ml of L-threo-DOPS.	Compared with the wild- type L-TA , H44 @DRUG$ - TA kept its L-threo - DOPS synthesizing activity virtually constant during the 20 repeated batch reactions for c atomic number  , yielding 4.0 @DRUG$ / ml of L-threo- DOPS .	Compared wild- the with type L-TA synthesizing H44 @DRUG$ - TA kept its L-threo - DOPS , activity almost constant during the 20 repeated batch reactions for 100 h , yielding 4.0 @DRUG$ / ml of L-threo- DOPS .	Compared the type L-TA , H44 @DRUG$ - TA kept its L-threo - DOPS synthesizing activity almost constant the 20 repeated batch reactions for 100 h , yielding 4.0 @DRUG$ / ml of L-threo- DOPS .	H44 @DRUG$ - TA kept its L-threo - DOPS synthesizing activity almost constant during the 20 repeated batch reactions for 100 h , yielding 4.0 @DRUG$ / ml of L-threo- DOPS .	0
0	@DRUG$ dietary sources of gamma-linolenic acid [GLA; 18:3(n-6)], @DRUG$ (BO; 24-25 g/100 g GLA) and evening primrose oil (PO; 8-10 g/100 g GLA) are efficacious in treating skin disorders.	@DRUG$ dietary sources of gamma-linolenic vitriolic [ GLA ; 18:3 ( northward - half a dozen ) ] , @DRUG$ ( BO ; xxiv - 25 g/100 g GLA ) and evening primrose oil ( PO ; 8-10 g/100 g GLA ) are efficacious in treating skin disorders .	@DRUG$ dietary sources ) gamma-linolenic acid [ of ; 18:3 ( n g 6 ) ] , @DRUG$ ( BO ; 24 - 25 g/100 - GLA ) and evening primrose oil ( PO ; 8-10 g g/100 GLA GLA are efficacious in treating skin disorders .	@DRUG$ dietary sources of acid GLA ; 18:3 ( - 6 ) ] , @DRUG$ ( BO ; 24 - 25 g/100 g GLA ) and evening primrose oil ( PO ; 8-10 g/100 g GLA are in treating skin disorders .	@DRUG$ is a dietary source of gamma-linolenic acid, which is efficacious in treating skin disorders. @DRUG$ is a dietary source of gamma-linolenic acid that is even more efficacious in treating skin disorders than DRUGA.	0
0	In the @DRUG$-group 180 +/- 61 nmol/@DRUG$ (SHBG) and 89 +/- 13 mg/l (CBG) were measured, the corresponding values in the desogestrel-group were 226 +/- 64 nmol/l (SHBG) and 93 +/- 14 mg/l (CBG).	In the @DRUG$ - group  +/- 61 nmol / @DRUG$ ( SHBG ) and 89 +/- thirteen magnesium /l ( CBG ) were measured , the corresponding appreciate in the desogestrel - group were 226 +/- 64 nmol / l ( SHBG ) and 93 +/- fourteen magnesium /l ( CBG ) .	In and @DRUG$ - group 180 +/- 226 nmol / @DRUG$ ( SHBG ) and 89 +/- 13 mg /l ( CBG CBG were measured , the corresponding group ) the desogestrel - values were 61 +/- 64 nmol / l ( SHBG ) the 93 +/- 14 mg /l ( in ) .	In @DRUG$ - group 180 +/- 61 nmol / @DRUG$ ( SHBG ) and 89 +/- 13 mg /l ( CBG ) were measured , the corresponding in the desogestrel - group 226 +/- 64 nmol l SHBG ) 93 +/- 14 mg /l ( CBG ) .	The @DRUG$ group had lower levels of @DRUG$ than the desogestrel group.	0
0	@DRUG$ mesylate inhibition of @DRUG$ proteases: thermodynamic and computer-graphics analysis.	@DRUG$ mesylate inhibition of @DRUG$ proteases : thermodynamic and computer - artwork analysis .	@DRUG$ mesylate inhibition of @DRUG$ proteases : thermodynamic graphics computer - and analysis .	@DRUG$ mesylate inhibition of @DRUG$ proteases : thermodynamic and computer - graphics analysis .	@DRUG$ inhibits the proteases of @DRUG$, as shown by thermodynamic and computer-graphics analysis.	0
0	@DRUG$ often is formulated @DRUG$ a wash, but no published data exist regarding BPO wash formulation efficacy in reducing resistant strains of P acnes.	@DRUG$ often is formulated @DRUG$ a wash , but no published data exist regarding BPO wash formulation efficacy in foreshorten insubordinate strains of P acnes .	@DRUG$ often is formulated @DRUG$ a wash , but no published data exist regarding BPO wash in P formulation reducing resistant strains of efficacy acnes .	@DRUG$ often is formulated @DRUG$ a wash , but no published data exist regarding BPO wash formulation efficacy in reducing resistant strains of P acnes .	@DRUG$ is often formulated as a wash, but there is no published data on how effective this wash is in reducing resistant strains of P acnes.	1
0	When these slices were placed in a two-compartment bath, the cortical tissue could be depolarized, relative to the corpus callosum, by superfusions of high K+, or by amino acids such as @DRUG$-glutamate, L-aspartate, @DRUG$, kainate and N-methyl D-aspartate (NMDA).	When these slices were placed in a ii -compartment bath , the cortical tissue could be depolarized , comparative to the corpus callosum , by superfusions of heights grand + , or by aminic acids such as @DRUG$ - glutamate , L-aspartate , @DRUG$ , kainate and N-methyl D-aspartate ( NMDA ) .	When these slices were placed in a two -compartment bath , the cortical tissue could be depolarized , relative to the as callosum D-aspartate by superfusions , high ( and , or by amino acids such corpus @DRUG$ - glutamate of L-aspartate , @DRUG$ , kainate + N-methyl , K NMDA ) .	When slices were placed in a two -compartment bath , the cortical tissue could depolarized , relative to the corpus callosum , by superfusions of high K + , or amino acids such as @DRUG$ - glutamate L-aspartate @DRUG$ , kainate and N-methyl D-aspartate NMDA ) .	When these slices were placed in a two -compartment bath , the cortical tissue could be depolarized , relative to the corpus callosum , by superfusions of high K + , or by amino acids such as @DRUG$ - glutamate , L-aspartate , @DRUG$ ,	0
0	No effect on CYP1A was observed for artemisinin, suramin, diethylcarbamazine, @DRUG$, metrifonate, ivermectin, @DRUG$ artesunate, cycloguanil, atovaquone, melarsoprol, praziquantel, proguanil and dihydroartemisinin.	no more set up on CYP1A was maintain for artemisinin , suramin , diethylcarbamazine , @DRUG$ , metrifonate , ivermectin , @DRUG$ artesunate , cycloguanil , atovaquone , melarsoprol , praziquantel , proguanil and dihydroartemisinin .	praziquantel effect on CYP1A was observed for artemisinin , diethylcarbamazine , suramin , @DRUG$ , metrifonate , ivermectin , @DRUG$ artesunate , cycloguanil , atovaquone , melarsoprol No , , proguanil and dihydroartemisinin .	No effect was observed for artemisinin , suramin , @DRUG$ , metrifonate , ivermectin , @DRUG$ artesunate , cycloguanil , atovaquone , , praziquantel , proguanil and dihydroartemisinin .	No effect on CYP1A was observed for artemisinin, suramin, diethylcarbamazine, @DRUG$, metrifonate, ivermectin, @DRUG$, artesunate, cycloguanil, atovaquone,	0
0	All samples were analysed in duplicate at detection levels of 1-5 @DRUG$.p.@DRUG$. RESULTS: 16 products (55%) contained isoeugenol.	All taste were analysed in duplicate at detection levels of 1 - 5 @DRUG$.p.@DRUG$ . RESULTS : 16 ware ( 55 % ) contained isoeugenol .	- samples were analysed in duplicate at detection levels of 1 All 5 @DRUG$.p.@DRUG$ . RESULTS : 16 products ) 55 % ( contained isoeugenol .	All samples were analysed in at detection of 1 - 5 @DRUG$.p.@DRUG$ . RESULTS 16 products ( 55 % ) .	For every 1-5 @DRUG$.p.@DRUG$ units present in a product, there is a corresponding 55% chance that the product contains isoeugenol.	0
0	We therefore compared these two cephalosporins with one another and with @DRUG$, which is not nephrotoxic, in the production of the following: (1) several components of oxidative stress or damage [depletion of @DRUG$ (GSH) and production of oxidized glutathione (GSSG) in renal cortex, inhibition of glutathione reductase in vitro, and production of the lipid peroxidation products malondialdehyde (MDA) and conjugated dienes (CDs) in renal cortex]; and (2) renal cortical mitochondrial toxicity [to both respiration with, and the transport of, succinate].	We consequently compared these  cephalosporins with one another and with @DRUG$ , which is not nephrotoxic , in the production of the following : ( 1 ) various components of oxidative stress or damage [ depletion of @DRUG$ ( GSH ) and production of oxidized glutathione ( GSSG ) in nephritic cortex , inhibition of glutathione reductase in vitro , and production of the lipide peroxidation intersection malondialdehyde ( MDA ) and conjugate dienes ( CDs ) in nephritic cortex ] ; and (  ) nephritic cortical mitochondrial toxicity [ to both internal respiration with , and the enthral of , succinate ] .	succinate therefore compared these two , with one another which with @DRUG$ cephalosporins the is not nephrotoxic , in the production of the following : MDA 1 ) ] components of oxidative stress or damage products depletion of @DRUG$ ( GSH ) and production of oxidized glutathione ( GSSG ) in renal mitochondrial , inhibition of glutathione reductase in ( , and production of , lipid peroxidation [ malondialdehyde ( ( ) and conjugated dienes ( CDs ) in renal cortex ] ; and vitro 2 ) renal cortical cortex toxicity [ to both respiration with the and and transport of , We several .	We therefore compared these two cephalosporins with one another and with @DRUG$ , which is not nephrotoxic , the production of the following : ( 1 ) components of or damage depletion of @DRUG$ ( GSH ) and production of oxidized glutathione ( GSSG ) in renal cortex , inhibition glutathione reductase in vitro , production of the lipid peroxidation products malondialdehyde ( MDA ) and conjugated dienes ( CDs in renal cortex ] ; and ( 2 ) renal cortical mitochondrial toxicity [ to both respiration with , the transport , succinate ]	We found that @DRUG$ was more nephrotoxic than either cephalosporin and that @DRUG$ was less nephrotoxic than DRUGA .	0
0	The hypothesis that the tertiary amide in this side-chain is resistant to endogenous hydrolysis was supported from in-vitro experiments; a glucuronide metabolite (designated 'ATM4G') was identified that may be used @DRUG$ a marker of 'street' @DRUG$ administration.	The hypothesis that the rd amide in this side-chain is resistant to endogenic hydrolysis was supported from in - vitro experiment ; a glucuronide metabolite ( designated ' ATM4G ' ) was identified that whitethorn be used @DRUG$ a marker of ' street ' @DRUG$ administration .	The hypothesis that the tertiary amide in this side-chain ' designated to endogenous hydrolysis was supported from in - vitro experiments ; a glucuronide ( metabolite resistant is ATM4G ' ) was identified that may be used @DRUG$ a marker of ' street ' @DRUG$ administration .	The hypothesis that the tertiary amide in side-chain is resistant to endogenous hydrolysis supported from in - vitro experiments ; a glucuronide metabolite ( designated ' ATM4G ' ) was that may be used @DRUG$ a marker of ' street ' @DRUG$ administration .	The hypothesis that the tertiary amide in this side-chain is resistant to endogenous hydrolysis was supported from in - vitro experiments ; a glucuronide metabolite ( designated ' ATM4G ' ) was identified that may be used @DRUG$ a marker of ' street ' @DRUG$	0
0	It differs from @DRUG$ in that the amino acid threonine in position B30 has been removed and a 14-carbon fatty acid (@DRUG$) has been acylated to lysine at B29.	It differs from @DRUG$ in that the amino acid threonine in put B30 has been removed and a  - atomic number  fatty acid ( @DRUG$ ) has been acylated to lysine at B29 .	It differs from @DRUG$ in position the amino acid threonine ) that B30 has been removed and a 14 B29 carbon fatty acid ( @DRUG$ in has been acylated to lysine at - .	It differs from @DRUG$ in that the amino acid threonine in position B30 has removed and a 14 - carbon fatty acid ( @DRUG$ ) has been acylated to lysine B29	@DRUG$ is different from @DRUG$ because the amino acid threonine in position B30 has been removed and a 14 - carbon fatty acid ( DRUGB ) has been acylated to lysine at B29 .	0
0	The subsequent Phase IIb human clinical study demonstrated superior antiviral efficacy of telbivudine, significantly better ALT normalisation and better hepatitis B e-antigen loss @DRUG$ compared with @DRUG$.	The subsequent Phase IIb human clinical study demonstrated superior antiviral drug efficacy of telbivudine , significantly better ALT normalisation and better hepatitis b complex e-antigen loss @DRUG$ compared with @DRUG$ .	The subsequent Phase IIb with clinical study demonstrated superior and efficacy of telbivudine , significantly better ALT normalisation antiviral better hepatitis B e-antigen loss @DRUG$ compared human @DRUG$ .	The subsequent Phase IIb human study superior of telbivudine , significantly better ALT normalisation and better hepatitis B e-antigen loss @DRUG$ compared with @DRUG$ .	Telbivudine was found to be more effective than @DRUG$ in terms of antiviral efficacy, ALT normalisation, and hepatitis B e-antigen loss.	1
0	In doxorubicin-pretreated strips, neither @DRUG$ nor @DRUG$ altered the distribution and clearance of residual doxorubicin.	In doxorubicin-pretreated reave , neither @DRUG$ nor @DRUG$ altered the distribution and clearance of residual doxorubicin .	In doxorubicin-pretreated strips , residual @DRUG$ nor @DRUG$ altered the distribution and clearance of neither doxorubicin .	In doxorubicin-pretreated strips , neither @DRUG$ nor @DRUG$ altered the distribution and clearance of residual doxorubicin .	Neither @DRUG$ nor @DRUG$ altered the distribution and clearance of residual doxorubicin.	0
0	The cannabis plant (@DRUG$ sativa L.) and products thereof (such as marijuana, hashish and hash oil) have a long history of use both @DRUG$ a medicinal agent and intoxicant.	The cannabis plant ( @DRUG$ sativa L. ) and intersection thereof ( such as marijuana , hashish and hash oil ) have a long history of use both @DRUG$ a medicative broker and intoxicant .	The cannabis plant ( @DRUG$ sativa L. ) and products a ( such as marijuana , hashish hash intoxicant oil ) have thereof long history of use both @DRUG$ a medicinal agent and and .	The cannabis plant ( @DRUG$ sativa L. ) products thereof ( such marijuana , hashish and hash oil ) have long history of use both @DRUG$ a medicinal agent and intoxicant .	The cannabis plant (@DRUG$) and products thereof (such as marijuana, hashish and hash oil) have been used for centuries as both a medicinal agent and an intoxicant.	1
0	METHODS AND MATERIALS: Patients with resectable or locally advanced pancreatic and biliary cancer received @DRUG$ (starting at 6.0 @DRUG$/m(2) q12h)/5-FU (starting at 0.6 mg/m(2) q12h).	method AND fabric : Patients with resectable or locally advanced pancreatic and bilious malignant neoplastic disease received @DRUG$ ( starting at 6.0 @DRUG$ / m( 2 ) q12h ) /5 -FU ( starting at 0.6 mg / m( 2 ) q12h ) .	METHODS AND MATERIALS : Patients with resectable mg locally advanced pancreatic and 2 cancer received @DRUG$ ( starting at 6.0 @DRUG$ / m( 2 ) q12h ) /5 -FU / starting at 0.6 q12h ( m( biliary ) or ) .	METHODS AND MATERIALS Patients with resectable or locally advanced pancreatic and biliary cancer received @DRUG$ ( starting at 6.0 @DRUG$ / m( 2 q12h ) /5 -FU ( starting 0.6 mg m( 2 ) q12h ) .	Patients receiving @DRUG$ also received 5-FU.	1
0	Most of the patients had highly elevated plasma levels of renin, @DRUG$ and @DRUG$ and URO did not change these.	most of the patient role had highly elevated plasma levels of renin , @DRUG$ and @DRUG$ and URO did not change these .	URO of the and had highly elevated plasma levels of renin , @DRUG$ and @DRUG$ patients Most did not change these .	Most of the patients had highly plasma levels of renin , @DRUG$ and @DRUG$ and URO did not change these .	Most of the patients had highly elevated plasma levels of renin and @DRUG$ and @DRUG$ did not change these.	0
1	@DRUG$ has mild vagolytic effects and does not release @DRUG$, even when administered in large doses.	@DRUG$ has soft vagolytic effects and does not release @DRUG$ , even when administered in large doses .	@DRUG$ has mild vagolytic doses and does not release @DRUG$ , even when administered in large effects .	@DRUG$ has mild vagolytic effects and does not release @DRUG$ , even when administered in large doses .	@DRUG$ does not release @DRUG$, even when administered in large doses.	0
0	@DRUG$ derivatives rapidly inhibited DNA @DRUG$ well as protein biosynthesis of MONO-MAC-6 cells at concentrations well below those of actinomycin D or cycloheximide which were used as positive controls in the respective experiments.	@DRUG$ derivatives rapidly inhibited DNA @DRUG$ advantageously as protein biosynthesis of MONO - MAC - 6 cadre at concentrations advantageously below those of actinomycin D or cycloheximide which were used as positive controls in the respective try out .	@DRUG$ derivatives rapidly inhibited DNA @DRUG$ well experiments protein cells of MONO - MAC - 6 biosynthesis at concentrations well the those of actinomycin D or cycloheximide which were used as positive controls in below respective as .	@DRUG$ derivatives rapidly inhibited DNA @DRUG$ well as protein biosynthesis of - MAC - 6 cells at concentrations well below those of actinomycin or cycloheximide which used controls the experiments .	@DRUG$ derivatives rapidly inhibited DNA @DRUG$ well as protein biosynthesis of MONO - MAC - 6 cells at concentrations well below those of actinomycin D or cycloheximide which were used as positive controls in the respective experiments ."DRUGA inhibits the production of	0
1	Trisalicylate and @DRUG$ both significantly reduced @DRUG$ renal clearance, but only the trisalicylate significantly displaced methotrexate from protein, increasing the fraction unbound by 28%.	Trisalicylate and @DRUG$ both significantly reduced @DRUG$ renal clearance , but only the trisalicylate significantly displaced methotrexate from protein , increase the divide unbound by 28 % .	Trisalicylate and @DRUG$ both significantly reduced @DRUG$ renal clearance , but 28 only trisalicylate significantly displaced methotrexate from protein , increasing the fraction unbound by the % .	Trisalicylate and @DRUG$ both significantly reduced @DRUG$ renal clearance , but only the trisalicylate significantly displaced methotrexate from protein , increasing the fraction unbound by 28 %	Trisalicylate and @DRUG$ both significantly reduce @DRUG$ renal clearance , but only the trisalicylate significantly displaces methotrexate from protein , increasing the fraction unbound by 28 % .	0
0	All groups, excepting untreated control, were treated for 14 days with, respectively, doxycycline, dihydrostreptomycin, tulathromycin (one or two doses), or tildipirosin (one or two doses) given alone, and doxycycline combined with @DRUG$, tulathromycin, or @DRUG$.	All groups , except untreated control , were treated for 14 days with , severally , vibramycin , dihydrostreptomycin , tulathromycin ( one or two venuss curse ) , or tildipirosin ( one or two venuss curse ) given alone , and vibramycin mix with @DRUG$ , tulathromycin , or @DRUG$ .	excepting groups , All untreated days , were treated for 14 control with , respectively , with , dihydrostreptomycin , tulathromycin ( one or two doses ) , or tildipirosin alone one or two doses ) given ( , and doxycycline combined doxycycline @DRUG$ , tulathromycin , or @DRUG$ .	All groups , excepting untreated control , were treated for 14 days with , respectively , doxycycline , , tulathromycin ( one or doses ) , or tildipirosin ( one or two doses ) given alone , doxycycline with @DRUG$ tulathromycin , or @DRUG$ .	All groups, excepting untreated control, were treated for 14 days with, respectively, doxycycline, dihydrostreptomycin, tulathromycin (one or two doses), or tildipirosin (one or two doses) given alone, and doxycycl	1
0	No differences were found in the T/@DRUG$ SUV ratio between (68)Ga-@DRUG$ and (68)Ga-DOTATOC, both of which had a higher fraction than (68)Ga-DOTANOC.	atomic number  differences were found in the T/@DRUG$ SUV ratio between ( 68 ) Ga - @DRUG$ and ( 68 ) Ga- DOTATOC , both of which had a gamey divide than ( 68 ) Ga- DOTANOC .	No differences were found in the fraction SUV ratio between ( 68 ) Ga - @DRUG$ and ( 68 Ga- ) of , both DOTATOC which had a higher T/@DRUG$ than ( 68 ) Ga- DOTANOC .	No differences were found in the T/@DRUG$ SUV ratio between ( ) Ga - @DRUG$ and 68 Ga- DOTATOC , of which had a higher fraction than ( 68 ) Ga- DOTANOC	There were no differences found in the SUV ratio between (68)Ga-@DRUG$ and (68)Ga-DOTATOC, both of which had a higher fraction than (68)Ga-DOTANOC.	1
0	AIMS: @DRUG$ is an inhaled beta2-adrenoceptor agonist used @DRUG$ a racemic mixture of the active (R; R)- and inactive (S; S)-enantiomers (rac-formoterol).	AIMS : @DRUG$ is an inhale beta2 - adrenoceptor agonist used @DRUG$ a racemic mixture of the active ( r ; r ) - and motionless ( S ; S ) - enantiomers ( rac-formoterol ) .	and : @DRUG$ is an inhaled beta2 - adrenoceptor agonist used @DRUG$ a the mixture of racemic active ( R AIMS R ) - ; inactive ( S ; S ) - enantiomers ( rac-formoterol ) .	AIMS @DRUG$ is an inhaled - adrenoceptor agonist used @DRUG$ a racemic mixture the active ( R ; R ) - and inactive ( S S ) - enantiomers ( rac-formoterol ) .	@DRUG$ is an inhaled beta2 - adrenoceptor agonist that is used in the form of a racemic mixture of the active ( R ; R ) - and inactive ( S ; S ) - enantiomers ( rac-formoterol ).	1
0	We defined the maximum tolerated dose in GAD patients as 50 @DRUG$ two times a day, twice @DRUG$ high as the highest dose tested in healthy volunteers.	We defined the maximum tolerated dose in GAD patients as 50 @DRUG$ two times a mean solar day , doubly @DRUG$ high as the highest dose tested in healthy volunteers .	We defined the maximum tolerated dose in GAD patients as 50 @DRUG$ two times a day , tested @DRUG$ high as the twice dose highest in healthy volunteers .	We defined the maximum tolerated dose in patients as @DRUG$ two times a day , twice @DRUG$ high as the highest dose tested in healthy .	The maximum tolerated dose of @DRUG$ in GAD patients is 50 DRUGA two times a day , twice the highest dose of @DRUG$ tested in healthy volunteers .	0
0	METHODS: We examined the effects of @DRUG$, administered either alone or in combination with @DRUG$, on ischemic injury, on eNOS expression, and cell signaling after 90 minutes of intraluminal middle cerebral artery occlusion.	METHODS : We examined the effects of @DRUG$ , administered either alone or in combination with @DRUG$ , on ischemic hurt , on eNOS expression , and cell signaling after xc transactions of intraluminal middle cerebral artery occlusion .	METHODS : We examined the effects eNOS @DRUG$ , administered either alone signaling in combination with @DRUG$ , intraluminal ischemic injury , on of expression , and cell or after 90 minutes of on middle cerebral artery occlusion .	METHODS We examined the effects of @DRUG$ , administered either alone or in combination with @DRUG$ on ischemic injury eNOS expression , and cell after 90 minutes of intraluminal cerebral artery occlusion .	We found that @DRUG$ , when administered either alone or in combination with @DRUG$ , significantly reduced ischemic injury and increased eNOS expression .	0
0	We have previously shown that the @DRUG$-like cysteine protease Dermatophagoides pteronyssinus 1 from @DRUG$ mite exhibits percutaneous sensitization potential.	We have previously prove that the @DRUG$ - like cysteine protease Dermatophagoides pteronyssinus 1 from @DRUG$ mite exhibits percutaneous sensitization electric potential .	We have previously shown that the @DRUG$ - like cysteine sensitization Dermatophagoides pteronyssinus potential from @DRUG$ mite exhibits percutaneous protease 1 .	We have previously shown that the @DRUG$ - like cysteine protease Dermatophagoides pteronyssinus 1 from @DRUG$ mite exhibits percutaneous sensitization potential .	We have previously shown that the @DRUG$ - like cysteine protease Dermatophagoides pteronyssinus 1 from @DRUG$ mite exhibits percutaneous sensitization potential ."DRUGA is similar to the cysteine protease Dermatophagoides	0
1	In the last two decades, the anti-obsessional effect of fluvoxamine has been tested in several double-blind, placebo-controlled and active-comparison studies, demonstrating its superior efficacy over obsessions and compulsions compared with non-serotonergic antidepressants (i.e., desipramine) and equal efficacy to clomipramine (a tricyclic antidepressant with potent @DRUG$ re-uptake inhibition) and other selective serotonin re-uptake inhibitors (paroxetine and @DRUG$).	In the last two decade , the anti-obsessional effect of fluvoxamine has been time tested in several double - subterfuge , placebo-controlled and active-comparison studies , demonstrating its superior efficacy over compulsion and compulsions compare with non-serotonergic antidepressants ( i.e. , desipramine ) and equal efficacy to clomipramine ( a tricyclic antidepressant with powerful @DRUG$ re-uptake inhibition ) and other selective serotonin re-uptake inhibitors ( paroxetine and @DRUG$ ) .	In the re-uptake two decades , the anti-obsessional effect of efficacy ( been tested in several double - blind , ) and ( studies , demonstrating its superior fluvoxamine over obsessions and compulsions compared with to antidepressants ( i.e. , desipramine placebo-controlled and equal efficacy non-serotonergic clomipramine has a tricyclic antidepressant with potent @DRUG$ re-uptake inhibition ) and other selective serotonin last inhibitors active-comparison paroxetine and @DRUG$ ) .	In the last , the anti-obsessional effect of fluvoxamine has tested in double - blind placebo-controlled and active-comparison studies , demonstrating its superior efficacy over obsessions and compulsions compared with non-serotonergic antidepressants i.e. , desipramine ) and equal efficacy to clomipramine ( a tricyclic antidepressant with @DRUG$ re-uptake inhibition and other selective serotonin re-uptake inhibitors ( paroxetine and @DRUG$ ) .	The anti-obsessional effect of fluvoxamine has been tested in several double-blind, placebo-controlled and active-comparison studies, demonstrating its superior efficacy over obsessions and compulsions compared with non-serotonergic antidepressants (i.e., desipramine) and	1
0	The rats were then randomised into ten groups and received, for two more weeks, the same diet repleted with Mg (550 @DRUG$ Mg/kg) @DRUG$: oxide, chloride, sulphate, carbonate, acetate, pidolate, citrate, gluconate, lactate or aspartate.	The rats were then randomize into  groups and received , for two more weeks , the same diet replete with Mg ( 550 @DRUG$ Mg / kilo ) @DRUG$ : oxide , chloride , sulfate , carbonate , acetate , pidolate , citrate , gluconate , lactate or aspartate .	The were rats randomised then into ten groups and received , for two more lactate , the same diet repleted with Mg ( 550 @DRUG$ Mg / kg ) @DRUG$ : oxide , , , aspartate , carbonate chloride acetate , pidolate , citrate , gluconate , weeks or sulphate .	The rats were then randomised into ten groups and received , for two more weeks , the same diet repleted with Mg ( 550 @DRUG$ Mg / ) @DRUG$ : oxide , chloride , sulphate , carbonate acetate , , citrate , gluconate , lactate or aspartate .	For two more weeks, the rats received the same diet repleted with Mg (550 @DRUG$ Mg/kg) @DRUG$: oxide, chloride, sulphate, carbonate, acetate, pidolate, citrate, gluconate, lactate or aspartate	0
0	A double-blind placebo-controlled study was carried out to assess the therapeutic effects of Attapulgite, a purified hydrated @DRUG$ magnesium silicate, @DRUG$ an additional agent to oral rehydration solutions in 30 adults with mild-to-moderate acute diarrhoea where no bacterial or protozoal causes could be identified.	A double- blind placebo-controlled study was carried out to assess the therapeutic effects of Attapulgite , a purified hydrated @DRUG$ magnesium silicate , @DRUG$ an additional broker to viva rehydration solution in 30 grownup with meek - to-moderate acute diarrhoea where no bacterial or protozoal causes could be identified .	A double- blind , study was carried out the assess to therapeutic effects of Attapulgite placebo-controlled a purified hydrated @DRUG$ - silicate , @DRUG$ an additional agent to oral rehydration solutions in 30 adults with mild magnesium to-moderate acute diarrhoea where no be or protozoal bacterial could causes identified .	double- blind placebo-controlled study was carried out to assess therapeutic effects of Attapulgite , a purified hydrated @DRUG$ magnesium silicate , @DRUG$ an additional agent to oral rehydration solutions in 30 adults with mild - to-moderate acute diarrhoea no bacterial or protozoal causes could be identified .	A double- blind placebo-controlled study was carried out to assess the therapeutic effects of Attapulgite , a purified hydrated magnesium silicate , @DRUG$ an additional agent to oral rehydration solutions in 30 adults with mild - to-moderate acute diarrhoea where no bacterial or	1
0	Altrenogest treatment resulted in increased follicle size after regression of the CL, showing that suppression of follicle growth by @DRUG$ alone is less severe than suppression by endogenous @DRUG$ (either with or without altrenogest).	Altrenogest treatment resulted in increase follicle size after regression of the cl , showing that suppression of follicle growth by @DRUG$ alone is to a lesser extent severe than suppression by endogenous @DRUG$ ( either with or without altrenogest ) .	Altrenogest follicle resulted in increased treatment size after regression of the , CL is that suppression of follicle growth by @DRUG$ alone showing less severe than suppression by endogenous @DRUG$ ( either with or without altrenogest ) .	Altrenogest treatment resulted increased follicle size after of the CL , that suppression of follicle growth by @DRUG$ alone is less severe than suppression by endogenous @DRUG$ ( either with without altrenogest )	Altrenogest treatment resulted in increased follicle size after regression of the CL , showing that suppression of follicle growth by @DRUG$ alone is less severe than suppression by endogenous @DRUG$ ( either with or without altrenogest ) ."Altrenogest is a drug that	0
0	Levobunolol relaxed ciliary artery rings that were pre-contracted with either high-@DRUG$ solution, 1microM @DRUG$, 10microM phenylephrine, or 100nM endothelin-1.	Levobunolol relaxed ciliary artery gang that were pre-contracted with either luxuriously - @DRUG$ solution , 1 microM @DRUG$ , 10 microM phenylephrine , or 100nM endothelin-1 .	Levobunolol relaxed pre-contracted artery were that rings ciliary with either high - @DRUG$ solution , 1 microM @DRUG$ , 10 microM phenylephrine , or 100nM endothelin-1 .	Levobunolol relaxed ciliary artery rings that were pre-contracted with high - @DRUG$ solution , 1 microM @DRUG$ , microM phenylephrine , or 100nM endothelin-1 .	@DRUG$ relaxed ciliary artery rings that were pre-contracted with either high - DRUGA solution , 1 microM @DRUG$ , 10 microM phenylephrine , or 100nM endothelin-1 .	0
0	OBJECTIVES: The main aim of this study was to determine the pharmacokinetic parameters of betamethasone, betamethasone @DRUG$, and betamethasone @DRUG$ after the administration of a single intramuscular dose of the dual-acting suspension to healthy human volunteers.	OBJECTIVES : The main aim of this study was to determine the pharmacokinetic parameters of betamethasone , betamethasone @DRUG$ , and betamethasone @DRUG$ after the governing body of a i intramuscular dose of the dual-acting suspension to hefty human military volunteer .	OBJECTIVES : The main aim of betamethasone the was to determine the pharmacokinetic parameters of this , betamethasone @DRUG$ of and betamethasone @DRUG$ after study administration of a healthy intramuscular dose , the dual-acting suspension to single human volunteers .	OBJECTIVES The main aim of this study was to the pharmacokinetic parameters of betamethasone , @DRUG$ , betamethasone @DRUG$ after the administration of a single intramuscular dose of the dual-acting to healthy human .	The study found that the pharmacokinetic parameters of betamethasone, betamethasone @DRUG$, and betamethasone @DRUG$ were all very similar after a single intramuscular dose was administered.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, @DRUG$, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, @DRUG$, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This issuing nidus on the chase option of dose : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , dejection - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , cryptograph ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( trigger ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , @DRUG$ , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , @DRUG$ , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , indiplon , atomic number  ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - ii b , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort excerption , sunitinib malate ; tadalafil , tanaproget , genus taxus , tiotropium cliche , treprostinil atomic number  ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue , on the following selection alfa drugs : AAV - 1018 , human , aprepitant , eszopiclone hydrochloride ; dutasteride , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate focuses ; , cetuximab Zileuton ciclesonide , clofarabine , Cypher ; Dalbavancin , ; alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , b / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride doxorubicin beta-Methyl-6-chloromelatonin peginterferon Ecogramostim , @DRUG$ , ertapenem sodium , escitalopram , , atomoxetine ; Fenretinide ; Gefitinib , @DRUG$ , ghrelin ( aripiprazole ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib , , indiplon , iodine ( i131 ) tositumomab , irofulven 2 ISS - NGFbeta ; Lasofoxifene , , levodopa / carbidopa / entacapone , liposomal , ; Nemifitide ditriflutate , nesiritide ; Omalizumab darbepoetin Pegfilgrastim , ; alfa - 2a , peginterferon of - , drospirenone ; phVEGF - A165 mesylate pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; , oxalate St. John's Wort extract tartrate sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium CEA-TRICOM Valdecoxib , vardenafil hydrochloride hydrate Satraplatin Ximelagatran ; , .	This issue focuses on the following selection of drugs AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , , cetuximab , ciclesonide , clofarabine , Cypher Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , @DRUG$ , ertapenem sodium , escitalopram oxalate eszopiclone ; Fenretinide ; Gefitinib , @DRUG$ , ghrelin ( human ) ; hMaxi -K human papillomavirus vaccine ; Imatinib mesylate , indiplon iodine i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / / entacapone liposomal doxorubicin ; Nemifitide ditriflutate nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - , phVEGF - A165 pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , hydrochloride hydrate ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	In conclusion, nebivolol and @DRUG$ coadministration led to greater reductions in BP compared with either monotherapy; @DRUG$ and valsartan lower BP through complementary mechanisms.	In conclusion , nebivolol and @DRUG$ coadministration led to greater reductions in BP compared with either monotherapy ; @DRUG$ and diovan lower BP through completing mechanisms .	In conclusion , nebivolol and @DRUG$ coadministration led to greater mechanisms in BP compared with complementary monotherapy ; @DRUG$ and valsartan lower BP through either reductions .	In conclusion , nebivolol and @DRUG$ coadministration led to greater reductions in BP compared with either monotherapy ; @DRUG$ and valsartan BP through complementary .	Nebivolol and @DRUG$ coadministration led to greater reductions in BP compared with either monotherapy.	1
1	In studies of the binding of [3H]@DRUG$ to the protein, with @DRUG$ as a control for competitive inhibition (Ki, 6.6 microM), we found that the macrolide antimitotic agents maytansine and rhizoxin were also competitive inhibitors (Ki values, 3.1 and 12 microM).	In subject field of the binding of [ 3H ] @DRUG$ to the protein , with @DRUG$ as a control for competitive prohibition ( Ki , 6.6 microM ) , we plant that the macrolide antimitotic agentive role maytansine and rhizoxin were also competitive inhibitors ( Ki values , 3.1 and dozen micr oM ) .	In studies of the binding micr [ 3H ] @DRUG$ to the protein , with 3.1 as a control inhibition competitive for ( Ki , 6.6 microM ) that we found , the macrolide antimitotic agents maytansine and rhizoxin were also competitive inhibitors ( Ki values , of and 12 @DRUG$ oM ) .	In studies binding of [ 3H @DRUG$ to the protein , @DRUG$ as a control for competitive inhibition Ki , microM ) , we found macrolide antimitotic agents maytansine and rhizoxin were also inhibitors ( Ki values 3.1 and 12 micr oM ) .	The macrolide antimitotic agents maytansine and rhizoxin are competitive inhibitors of @DRUG$ binding to the protein, with Ki values of 3.1 and 12 microM, respectively.	1
0	We report the X-ray crystallographic structures of the bisphosphonate N-[methyl(4-phenylbutyl)]-3-aminopropyl-1-hydroxy-1,1-bisphosphonate (BPH-210), a potent analog of pamidronate (Aredia), bound to farnesyl diphosphate synthase (FPPS) from Trypanosoma brucei @DRUG$ well as to @DRUG$ synthase from Saccharomyces cerevisiae.	We account the X-ray crystallographic structures of the bisphosphonate N-[ methyl radical ( 4- phenylbutyl ) ]-3-aminopropyl-1-hydroxy -1,1-bisphosphonate ( BPH - 210 ) , a strong analog of pamidronate ( Aredia ) , bound to farnesyl diphosphate synthase ( FPPS ) from Trypanosoma brucei @DRUG$ swell as to @DRUG$ synthase from genus saccharomyces cerevisiae .	We report ) X-ray crystallographic structures of , bisphosphonate N-[ methyl ( 4- phenylbutyl FPPS ]-3-aminopropyl-1-hydroxy -1,1-bisphosphonate ( BPH - 210 ) ) a potent analog of pamidronate ( Aredia the , bound to as diphosphate synthase ( ) the from Trypanosoma brucei @DRUG$ well farnesyl to @DRUG$ synthase from Saccharomyces cerevisiae .	We report the X-ray crystallographic structures of the bisphosphonate N-[ methyl ( phenylbutyl ) ]-3-aminopropyl-1-hydroxy -1,1-bisphosphonate ( BPH - 210 ) , potent analog of pamidronate ( ) , bound to farnesyl diphosphate synthase ( ) from Trypanosoma brucei @DRUG$ well as to @DRUG$ synthase from Saccharomyces cerevisiae .	We have found that the bisphosphonate N-[ methyl ( 4- phenylbutyl ) ]-3-aminopropyl-1-hydroxy -1,1-bisphosphonate ( BPH - 210 ) binds to farnesyl diphosphate synth	1
0	All three fresh isolates became @DRUG$-resistant after 9 to 16 transfers in the presence of @DRUG$ or sucrose plus xylitol, while none of the laboratory strains became xylitol-resistant after 16 transfers in the presence of these sugars.	All three unused isolate become @DRUG$ - resistant after 9 to 16 transfers in the presence of @DRUG$ or sucrose plus xylitol , while none of the laboratory stock become xylitol - resistant after 16 transfers in the presence of these sugars .	All of fresh isolates 16 @DRUG$ - resistant after 9 to became transfers in the presence of @DRUG$ or resistant plus xylitol , while none three the of strains became xylitol - sucrose after 16 transfers in the presence laboratory these sugars .	All three fresh isolates became @DRUG$ - resistant after 9 to 16 transfers in the presence of @DRUG$ or sucrose plus xylitol , none of the laboratory strains xylitol - resistant after 16 transfers in the presence of these sugars .	All three fresh isolates became @DRUG$ - resistant after 9 to 16 transfers in the presence of @DRUG$ or sucrose plus xylitol , while none of the laboratory strains became xylitol - resistant after 16 transfers in the presence of these sugars ."In other words, if	0
0	Compared to tapentadol IR 86 @DRUG$, the prolonged-release characteristics of tapentadol PR 86 mg were evident with a lower Cmax (22.5 ng/ml vs. 64.2 @DRUG$/ml), a longer time to Cmax (5.0 h vs. 1.5 h), a higher half-value duration (HVD: 12.5 h vs. 3.6 h), and a longer mean residence time (MRT: 10.6 h vs. 6.0 h).	Compared to tapentadol IR lxxxvi @DRUG$ , the lengthened - release characteristics of tapentadol PR lxxxvi mg were evident with a down in the mouth Cmax ( 22.5 ng / ml vs. 64.2 @DRUG$ / ml ) , a longsighted prison term to Cmax ( 5.0 total heat vs. 1.5 total heat ) , a high pitched half - prise duration ( HVD : 12.5 total heat vs. 3.6 total heat ) , and a longsighted mean residence prison term ( MRT : 10.6 total heat vs. 6.0 total heat ) .	Compared to tapentadol IR 86 @DRUG$ , the ) - release characteristics of tapentadol PR 86 and were evident with a lower Cmax ( duration ng / ml vs. 64.2 @DRUG$ vs. ml ) , a longer time to Cmax ( 5.0 h vs. 1.5 h ) , a higher half - value 22.5 ( HVD : mg h / 3.6 h prolonged , 12.5 a longer mean residence time ( MRT : 10.6 h vs. 6.0 h ) .	Compared to tapentadol IR @DRUG$ , the - release characteristics of tapentadol PR 86 mg were evident with a lower Cmax ( 22.5 ng / ml vs. 64.2 @DRUG$ / ml ) a time to Cmax ( 5.0 h 1.5 h ) , a higher half - value duration ( HVD : 12.5 h vs. 3.6 h ) and a longer mean residence time ( MRT : 10.6 h vs. 6.0 h ) .	Compared to tapentadol IR 86 @DRUG$, the prolonged-release characteristics of tapentadol PR 86 mg were evident with a lower Cmax (22.5 ng/ml vs. 64.2 @DRUG$/ml), a longer time to Cmax (5.0	0
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (@DRUG$, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, chlortetracycline, oxytetracycline and tetracycline), three antiprotozoal agents (diclazuril, @DRUG$ and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	angstrom unit summary follows of the Committee 's evaluations of toxicological and residual information on a variety of veterinary drugs : fivesome parasiticidal agents ( @DRUG$ , febantel , fenbendazole , oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal agents ( diclazuril , @DRUG$ and nicarbazin ) , peerless glucocorticosteroid ( dexamethasone ) , peerless production aid ( recombinant bovid somatotropic hormone ) and peerless tranquilizing agent ( azaperone ) .	A summary ( , the Committee 's evaluations of ( and residue data on a variety of , drugs aid five anthelminthic agents ( @DRUG$ , febantel , fenbendazole , oxfendazole and moxidectin ) ( seven antimicrobial agents follows gentamicin ) procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal agents toxicological diclazuril , @DRUG$ and nicarbazin ) veterinary one glucocorticosteroid ( dexamethasone ) , one production and ( recombinant bovine somatotropins ) : one tranquilizing agent of azaperone , .	A summary of the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs : five anthelminthic agents ( @DRUG$ , febantel , , oxfendazole moxidectin ) , seven antimicrobial agents ( gentamicin , procaine , sarafloxacin , spectinomycin chlortetracycline , oxytetracycline and tetracycline , three antiprotozoal agents ( diclazuril @DRUG$ and , one glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovine somatotropins ) and one tranquilizing agent ( azaperone ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents (@DRUG$, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamic	1
0	"In several brain regions @DRUG$ is diffusely released by volume transmission and behaves @DRUG$ a neuromodulator rather than as a ""classical"" neurotransmitter."	" in several brain regions @DRUG$ is diffusely released by mass transmission and behaves @DRUG$ a neuromodulator rather than as a " " classical " " neurotransmitter . "	" In several brain regions @DRUG$ is diffusely released by volume transmission " behaves @DRUG$ a neuromodulator rather than as a and " classical " " neurotransmitter . "	" In several brain regions @DRUG$ is diffusely released by volume behaves @DRUG$ a neuromodulator rather than as a classical " " . "	 @DRUG$ is diffusely released by volume transmission and behaves @DRUG$ a neuromodulator rather than as a " " classical " " neurotransmitter .	0
0	Controlled single- or double-blind studies were evaluated to assess the efficacy of @DRUG$ in the treatment of various upper and lower respiratory tract infections, as well @DRUG$ skin and soft tissue infections.	Controlled single - or forked - blind studies were evaluated to assess the efficacy of @DRUG$ in the treatment of various upper and lowly respiratory tract infections , as well @DRUG$ skin and soft tissue paper infections .	Controlled single and or double - blind studies were evaluated various assess the efficacy of @DRUG$ in of treatment the to upper and lower respiratory tract infections , as well @DRUG$ skin - soft tissue infections .	Controlled single - or double - blind studies were evaluated to assess the efficacy of @DRUG$ in the treatment of various upper and lower respiratory tract infections , as well @DRUG$ skin and soft tissue infections	@DRUG$ is effective in the treatment of various upper and lower respiratory tract infections, as well as skin and soft tissue infections, when compared to @DRUG$ in controlled single - or double - blind studies.	0
0	None of the volunteers were folate deficient (i.e. red blood cell folate <136 nmol/l) and only 4.4% (all females) were vitamin B12 deficient (i.e. serum @DRUG$ <150 pmol/@DRUG$).	None of the volunteers were folate substandard ( i.e. red bloodline prison cell folate < 136 nmol / cubic decimetre ) and only 4.4 % ( all females ) were vitamin B12 substandard ( i.e. serum @DRUG$ < 150 pmol / @DRUG$ ) .	) ( the None were folate deficient ( i.e. red blood cell folate < 136 nmol / l volunteers and only 4.4 % were all females ) of vitamin B12 deficient ( i.e. serum @DRUG$ < 150 pmol / @DRUG$ ) .	of the volunteers were folate deficient ( i.e. red blood cell folate < 136 nmol / l ) only 4.4 % ( all females ) were vitamin B12 deficient ( i.e. serum @DRUG$ < 150 pmol / @DRUG$ ) .	None of the volunteers were folate deficient ( i.e. red blood cell folate < 136 nmol / l ) and only 4.4 % ( all females ) were vitamin B12 deficient ( i.e. serum @DRUG$ < 150 pmol / @DRUG$ ) .	0
0	The LMWH, tinzaparin, has been shown in randomised clinical trials to be @DRUG$ effective and safe as @DRUG$ for the initial treatment of venous thromboembolism and in clinical trials, it has been used in place of warfarin for the long-term treatment of deep vein thrombosis.	The LMWH , tinzaparin , has been shown in randomise clinical trials to be @DRUG$ effective and safe as @DRUG$ for the initial intervention of venous thromboembolism and in clinical trials , it has been employ in place of coumadin for the long- terminus intervention of deep vein thrombosis .	The LMWH , tinzaparin , has been shown in randomised clinical trials and term @DRUG$ effective and safe as @DRUG$ for the initial treatment of venous thromboembolism to in clinical trials for it has vein used in place of warfarin , the long- be treatment of deep been thrombosis .	The LMWH , tinzaparin , has been shown in randomised clinical trials to be @DRUG$ effective and safe as @DRUG$ for the initial treatment of venous and in clinical trials , it has been used in place of warfarin for the long- term treatment of deep vein thrombosis .	The LMWH, tinzaparin, has been shown in randomised clinical trials to be effective and safe as @DRUG$ for the initial treatment of venous thromboembolism and in clinical trials, it has been used in place of warfarin for the long-term treatment	1
0	Atomoxetine inhibited binding of radioligands to clonal cell lines transfected with human @DRUG$, serotonin (5-HT) and @DRUG$ (DA) transporters with dissociation constants (K(i)) values of 5, 77 and 1451 nM, respectively, demonstrating selectivity for NE transporters.	Atomoxetine inhibited binding of radioligands to clonal cell lines transfected with human @DRUG$ , serotonin ( 5 - HT ) and @DRUG$ ( DA ) transporters with disassociation invariable ( K ( i ) ) valuate of 5 , 77 and 1451 nm , severally , demonstrating selectivity for NE transporters .	Atomoxetine inhibited binding of K to clonal cell , transfected with human @DRUG$ , serotonin ( 5 - HT with respectively @DRUG$ ( DA ) transporters ) dissociation constants ( radioligands ( i ) ) values of and , 77 and 1451 nM , 5 lines demonstrating selectivity for NE transporters .	Atomoxetine inhibited binding of to clonal cell lines transfected with @DRUG$ , serotonin ( 5 - HT ) and @DRUG$ ( DA ) transporters with dissociation constants ( K ( i ) values of 5 , 77 and nM , respectively , demonstrating selectivity for NE transporters .	Atomoxetine inhibited binding of radioligands to clonal cell lines transfected with human @DRUG$ and @DRUG$ transporters with dissociation constants ( K ( i ) ) values of 5 and 1451 nM , respectively , demonstrating selectivity for NE transpor	0
1	Plasma protein binding is variable with valproate (90%), clobazam (85%) and @DRUG$ (86%) showing substantial binding, lamotrigine (55%) and @DRUG$ (50%) intermediate binding, and levetiracetam (0%), ethosuximide (0%) and topiramate (10%) being minimally bound.	Plasma protein binding is variable with valproate ( ninety % ) , clobazam ( 85 % ) and @DRUG$ ( lxxxvi % ) showing substantial binding , lamotrigine ( fifty five % ) and @DRUG$ ( l % ) intermediate binding , and levetiracetam ( 0 % ) , zarontin ( 0 % ) and topiramate ( 10 % ) being minimally oblige .	0 protein binding being variable % valproate ( % % ) , clobazam ( 85 with ) 50 @DRUG$ ( 86 % ) showing substantial binding , lamotrigine ( 55 % ) and @DRUG$ ( and % 10 intermediate binding , and levetiracetam ( Plasma 90 ) , ethosuximide ( 0 % ) and topiramate ( ) % ) is minimally bound .	Plasma protein binding variable with valproate ( 90 ) , clobazam ( 85 % ) and @DRUG$ ( 86 % showing substantial binding , lamotrigine ( % ) and @DRUG$ ( 50 % ) intermediate binding , and levetiracetam ( 0 % ) , ethosuximide ( 0 % and topiramate ( % ) being minimally bound .	@DRUG$ is highly bound to plasma proteins, while @DRUG$ is only minimally bound.	0
0	This report reviews the safety of Aluminum, Calcium, Lithium Magnesium, Lithium Magnesium Sodium, Magnesium Aluminum, Magnesium, Sodium Magnesium, and Zirconium Silicates, Magnesium Trisilicate, @DRUG$, Bentonite, Fuller's Earth, Hectorite, Kaolin, @DRUG$, Pyrophyllite, and Zeolite as used in cosmetic formulations.	This report reviews the safety of Aluminum , Calcium , atomic number  Magnesium , atomic number  Magnesium Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium silicate , Magnesium Trisilicate , @DRUG$ , bentonite , Fuller 's Earth , Hectorite , Kaolin , @DRUG$ , Pyrophyllite , and Zeolite as ill used in cosmetic expression .	This report , the safety of Aluminum Calcium , used Lithium Magnesium Sodium Lithium Magnesium , , Magnesium Aluminum reviews Magnesium , , Magnesium , and Zirconium Silicates , Magnesium Trisilicate , @DRUG$ Sodium Bentonite , Fuller 's Earth , Hectorite , Kaolin , @DRUG$ , Pyrophyllite , and Zeolite as , in cosmetic formulations .	This report reviews the safety Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , Zirconium Silicates , Magnesium , @DRUG$ , , Fuller 's Earth , , Kaolin , @DRUG$ , Pyrophyllite , and Zeolite as used in cosmetic formulations .	This report reviews the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , @DRUG$ , Bentonite , Fuller 's Earth ,	1
0	Our results @DRUG$ prespecified criteria for the noninferiority of @DRUG$.	Our results @DRUG$ prespecified touchstone for the noninferiority of @DRUG$ .	criteria results @DRUG$ prespecified Our for the noninferiority of @DRUG$ .	Our results @DRUG$ prespecified criteria the noninferiority of @DRUG$ .	Our results showed that @DRUG$ met prespecified criteria for the noninferiority of @DRUG$ .	0
0	We defined the renal threshold for @DRUG$ reabsorption @DRUG$ the lowest blood glucose level that correlated with the first detectable appearance of urine glucose.	We defined the renal threshold for @DRUG$ reabsorption @DRUG$ the lowest blood glucose level that correlate with the first detectable visual aspect of urine glucose .	We defined the renal threshold for @DRUG$ reabsorption @DRUG$ the lowest blood the level that correlated with urine first detectable appearance of glucose glucose .	We defined the renal threshold for @DRUG$ reabsorption @DRUG$ the blood glucose correlated with the first detectable appearance of glucose .	The renal threshold for @DRUG$ reabsorption is the lowest blood glucose level that correlates with the first detectable appearance of urine glucose .	1
0	Phentolamine, an @DRUG$ receptor antagonist, completely blocked the central neuroexcitation by @DRUG$ and octopamine, but was essentially ineffective against hyperexcitation by propoxur and 4-aminopyridine, a potassium channel blocker.	Phentolamine , an @DRUG$ receptor antagonist , completely blocked the central neuroexcitation by @DRUG$ and octopamine , but was essentially ineffective against hyperexcitation by propoxur and quartet - aminopyridine , a k transmission channel blocker .	Phentolamine 4 an @DRUG$ receptor antagonist , and blocked the central neuroexcitation by @DRUG$ and octopamine , but was essentially ineffective against aminopyridine by propoxur completely , - hyperexcitation , a potassium channel blocker .	Phentolamine , an @DRUG$ receptor antagonist , completely blocked the central by @DRUG$ and octopamine , but was essentially ineffective against hyperexcitation by propoxur and 4 - aminopyridine a potassium channel blocker .	Phentolamine blocks the central neuroexcitation caused by @DRUG$ and octopamine, but is ineffective against hyperexcitation caused by propoxur and 4-aminopyridine.	1
0	Aceclofenac-CR treated patients took fewer @DRUG$ and ranitidine tablets during the treatment period @DRUG$ compared to conventional aceclofenac treated patients.	Aceclofenac -CR treated patients took fewer @DRUG$ and zantac tablets during the treatment period @DRUG$ compared to formal aceclofenac treated patients .	Aceclofenac tablets treated patients took fewer @DRUG$ and aceclofenac -CR during the treatment period @DRUG$ compared to conventional ranitidine treated patients .	Aceclofenac -CR treated patients took fewer @DRUG$ and ranitidine tablets during the treatment period @DRUG$ compared to conventional aceclofenac treated patients .	Aceclofenac -CR treated patients took fewer @DRUG$ and ranitidine tablets during the treatment period @DRUG$ compared to conventional aceclofenac treated patients ."In other words, DRUGA and DRUGB are related in that DRUGA is associated	0
0	Treatment lasted 8 weeks: 3 weeks of flexible dosing according to investigator's judgment (10 mg, 20 mg, or 40 mg a day of @DRUG$; 100 mg, 200 mg or 400 @DRUG$ a day of modafinil) followed by 5 weeks of stable dosing.	Treatment lasted 8 workweek : triad workweek of pliant dosing according to investigator 's judgment ( 10 mg , twenty mg , or 40 mg a day of @DRUG$ ; 100 mg , 200 mg or cd @DRUG$ a day of modafinil ) followed by 5 workweek of stable dosing .	Treatment lasted 8 dosing : 3 weeks of flexible weeks according to investigator weeks judgment ( 10 mg , 20 mg , or 40 mg a day of @DRUG$ dosing 100 mg , 200 mg or 400 @DRUG$ a 5 of modafinil ) followed 's day by of stable ; .	Treatment lasted 8 weeks : 3 weeks of flexible dosing according investigator 's judgment ( 10 mg , 20 mg , or 40 mg a day of @DRUG$ ; 100 mg , mg or 400 @DRUG$ a day of modafinil ) by 5 weeks of stable dosing .	For the first 3 weeks of treatment, the dosage of @DRUG$ was flexible, depending on the judgement of the investigator. For the next 5 weeks, the dosage of DRUGA was stable.	1
0	In this study, dihydroergotoxine (30 microM) was added to incubates of rat and bovine liver microsomes, and the resulting major metabolites were identified @DRUG$ hydroxy-dihydroergocornine, hydroxy-dihydroergocryptine and hydroxy-@DRUG$ on the basis of molecular mass measurements, determined with a time-of-flight mass spectrometer.	In this study , dihydroergotoxine ( xxx microM ) was tot to incubates of scum bag and bovine liver microsomes , and the lead major metabolites were identified @DRUG$ hydroxy - dihydroergocornine , hydroxy - dihydroergocryptine and hydroxy - @DRUG$ on the basis of molecular mass measurements , determined with a time - of- flight mass mass spectrometer .	In this study was dihydroergotoxine ( 30 microM hydroxy , added to incubates of rat and bovine liver microsomes , flight the resulting major metabolites were identified @DRUG$ ) - dihydroergocornine a hydroxy - of and hydroxy - @DRUG$ on the basis dihydroergocryptine molecular mass measurements , determined with , time - of- and mass spectrometer .	In this study , dihydroergotoxine ( 30 microM ) was added to incubates of rat and bovine microsomes the major metabolites identified @DRUG$ hydroxy - dihydroergocornine , hydroxy - dihydroergocryptine - @DRUG$ on the basis of molecular mass , determined with a time - of- flight mass spectrometer .	@DRUG$ is a metabolite of @DRUG$.	0
0	@DRUG$-115 induced retraction and rounding of cell bodies @DRUG$ well as disruption of actin bundles in TM cells.	@DRUG$ - 115 induced retraction and brush up of cell bodies @DRUG$ well as disruption of actin bundles in atomic number  cells .	@DRUG$ - 115 rounding retraction and of of cell bodies @DRUG$ well as disruption induced actin bundles in TM cells .	@DRUG$ - 115 induced retraction and rounding of cell bodies @DRUG$ well as disruption of actin bundles in TM cells .	@DRUG$ causes retraction and rounding of cell bodies, as well as disruption of actin bundles in TM cells.	1
0	Interestingly, Taxotere treatment per se also led to decreased steady state level of Raf-1 protein in @DRUG$-3 and Aspc-1 tumor tissues (i.v., 10 @DRUG$/kg/dose, x1 or 7.5 mg/kg/dose, x2; around 25-80%, n=2/6).	Interestingly , Taxotere treatment per se also led to minify unfluctuating state plane of Raf-1 protein in @DRUG$ - 3 and Aspc - 1 tumour tissues ( i.v. , 10 @DRUG$ / kg / dose , x1 or 7.5 mg/kg / dose , x2 ; around twenty five - 80 % , n= 2/6 ) .	Interestingly , Taxotere % per se also led to decreased steady state level dose Raf-1 protein in @DRUG$ - 3 and / @DRUG$ 1 tumor tissues ( i.v. , 10 - Aspc kg / of treatment x1 or 7.5 mg/kg / dose , x2 ; around 25 - 80 , , n= 2/6 ) .	Interestingly , Taxotere treatment per se also led to steady state level of protein in @DRUG$ - 3 and Aspc - 1 tumor tissues ( i.v. , 10 @DRUG$ / kg / dose , x1 or 7.5 mg/kg / dose , x2 ; 25 - 80 % , n= 2/6 .	Interestingly, Taxotere treatment per se also led to decreased steady state level of Raf-1 protein in @DRUG$-3 and Aspc-1 tumor tissues (i.v., 10 @DRUG$/kg/dose, x1 or 7.5 mg/kg/dose, x	0
0	Cats were allocated randomly to 1 of 3 treatment groups: group 1 (1.0 to 2.4 mg of robenacoxib/kg, q 24 h), group 2 (1.0 to 2.4 @DRUG$ of @DRUG$/kg, q 12 h [daily dosage, 2.0 to 4.8 mg/kg]), and group 3 (ketoprofen [mean dosage, 1 mg/kg, q 24 h]).	Cats were allocate randomly to 1 of 3 treatment mathematical group : group 1 ( 1.0 to 2.4 atomic number  of robenacoxib / kilo , q 24 h ) , group ii ( 1.0 to 2.4 @DRUG$ of @DRUG$ / kilo , q 12 h [ day after day dosage , 2.0 to 4.8 atomic number  / kilo ] ) , and group 3 ( ketoprofen [ beggarly dosage , 1 atomic number  / kilo , q 24 h ] ) .	Cats were allocated , to q of 3 treatment groups : mg 1 ( 1.0 to 2.4 mg of robenacoxib / kg , q 24 ] ketoprofen , group 2 ( 1.0 to 2.4 @DRUG$ of @DRUG$ / kg , q 12 24 [ daily dosage , 2.0 to 4.8 group / kg 1 ) , and group 3 ( ) [ mean dosage randomly ] mg / kg , 1 h h h ) .	Cats were allocated randomly to 1 3 treatment groups : group 1 1.0 to 2.4 mg of robenacoxib / , q 24 h ) , group 2 ( 1.0 to @DRUG$ of @DRUG$ / kg , q 12 h [ daily dosage , 2.0 to 4.8 mg / ] ) , and group 3 ( ketoprofen [ dosage , mg / kg , q 24 h ] ) .	Group 1 received 1.0 to 2.4 mg of robenacoxib per kg, q 24 hours. Group 2 received 1.0 to 2.4 mg of @DRUG$ per kg, q 12 hours. Group 3 received ketoprofen at a mean dosage of 1 mg	1
0	Also, the double lipoxygenation and bond-isomerization of DHA into 10(S),17(S)-docosahexa-4Z,7Z,11E,13Z,15E,19Z-enoic acid, named @DRUG$, by @DRUG$ lipoxygenase is described.	likewise , the double lipoxygenation and bond-isomerization of DHA into  ( sulphur ) ,17 ( sulphur ) - docosahexa - 4Z,7Z,11E,13Z,15E,19Z-enoic acid , named @DRUG$ , by @DRUG$ lipoxygenase is described .	,17 , the ( lipoxygenation and bond-isomerization of DHA into 10 , S ) Also ( S ) - docosahexa - 4Z,7Z,11E,13Z,15E,19Z-enoic acid double named @DRUG$ , by @DRUG$ lipoxygenase is described .	Also the lipoxygenation and bond-isomerization of into ( S ,17 ( S ) - docosahexa - acid , named @DRUG$ , by @DRUG$ lipoxygenase is described .	@DRUG$ is a product of the double lipoxygenation and bond-isomerization of DHA into 10 ( S ) ,17 ( S ) - docosahexa - 4Z,7Z,11E,13Z,15E,19Z-enoic acid,	1
0	However, the usefulness of XP @DRUG$ compared with S-1 plus @DRUG$ (SP), which is considered standard therapy in Japan, has not yet been assessed.	nonetheless , the usefulness of XP @DRUG$ compared with S- 1 plus @DRUG$ ( SP ) , which is deal touchstone therapy in Japan , has not yet been assessed .	However , the usefulness of XP @DRUG$ compared in S- 1 plus @DRUG$ ( SP ) , which is considered not therapy with Japan , standard has yet been assessed .	However , the usefulness of XP @DRUG$ compared with S- plus @DRUG$ ( SP ) , which is considered standard therapy in Japan , has yet been assessed .	XP @DRUG$ is not as effective as S- 1 plus @DRUG$ ( SP ) , which is the standard therapy in Japan .	0
0	In this article, the authors endeavour to present concise data on cannabis pharmacology related to @DRUG$ (THC), @DRUG$ (CBD) et al., methods of administration (smoking, vaporisation, oral), and dosing recommendations.	In this clause , the authors endeavour to present concise data on marihuana pharmacology related to @DRUG$ ( thc ) , @DRUG$ ( CBD ) et al. , methods of governance ( smoking , vaporisation , oral ) , and dosing recommendations .	, this article , the authors endeavour dosing present recommendations data on cannabis pharmacology related to @DRUG$ ( THC ) , @DRUG$ ( CBD ) et al. , methods of administration to smoking In vaporisation , oral ) , and ( concise .	In this article , the authors endeavour present concise data on cannabis pharmacology related to @DRUG$ THC ) , @DRUG$ ( CBD ) et al. methods of administration ( smoking , vaporisation , oral ) , and dosing recommendations .	The authors present data on the pharmacology of cannabis, including the effects of THC and CBD, and how to best administer the drug. They also provide dosage recommendations.	1
0	Here, we investigated the efficacy of a competitive NA transporter inhibitor (@DRUG$) and a noncompetitive NA transporter inhibitor peptide, Xen2174, isolated from the Pacific cone @DRUG$, to treat tactile hypersensitivity following paw incisional surgery.	Here , we inquire the efficacy of a militant sodium transporter inhibitor ( @DRUG$ ) and a noncompetitive sodium transporter inhibitor peptide , Xen2174 , isolated from the pacific ocean cone @DRUG$ , to treat tactile hypersensitivity following paw incisional surgery .	Here , we investigated a efficacy of the competitive NA transporter inhibitor ( @DRUG$ ) and NA noncompetitive a transporter inhibitor peptide to Xen2174 , isolated from the Pacific cone @DRUG$ , paw treat tactile hypersensitivity following , incisional surgery .	Here , we investigated the efficacy of a NA inhibitor ( @DRUG$ ) and a noncompetitive NA transporter inhibitor peptide , Xen2174 , isolated from the Pacific cone @DRUG$ , to hypersensitivity following paw incisional surgery	We investigated how effective two different types of drugs are at treating tactile hypersensitivity following surgery. One drug inhibits a specific type of transporter that helps transport the neurotransmitter norepinephrine (NA) into nerve cells, while the other drug inhibits all types of NA transporters. We found that the	1
1	In a small number of double-blind comparative trials, trandolapril had similar antihypertensive efficacy to that of atenolol, enalapril, hydrochlorothiazide, lisinopril and sustained release @DRUG$, but was more effective than @DRUG$.	In a small keep down of double - blind comparative trials , trandolapril had similar antihypertensive efficacy to that of atenolol , vasotec , hydrochlorothiazide , lisinopril and keep release @DRUG$ , but was more effective than @DRUG$ .	hydrochlorothiazide a small number of comparative - blind double trials , trandolapril had similar antihypertensive efficacy to that of atenolol , lisinopril , In , enalapril and sustained release @DRUG$ , but was more effective than @DRUG$ .	In a small number of double - blind comparative , trandolapril had similar antihypertensive efficacy to that of atenolol , enalapril , hydrochlorothiazide , lisinopril and sustained release @DRUG$ , was more effective than @DRUG$	In a small number of double - blind comparative trials , trandolapril was found to be more effective than atenolol , enalapril , hydrochlorothiazide , lisinopril and sustained release @DRUG$ .	1
1	As of November 2018, 4 antibody therapeutics (sacituzumab govitecan, ravulizumab, risankizumab, @DRUG$) were being considered for their first marketing approval in the EU or US, and an additional 3 antibody therapeutics developed by Chinese companies (tislelizumab, sintilimab, @DRUG$) were in regulatory review in China.	As of November 2018 , 4 antibody therapeutics ( sacituzumab govitecan , ravulizumab , risankizumab , @DRUG$ ) were being considered for their first market approval in the EU or US , and an extra 3 antibody therapeutics developed by Chinese companies ( tislelizumab , sintilimab , @DRUG$ ) were in regulative go over in china .	As of November 2018 , 4 antibody therapeutics ( or govitecan review ravulizumab , risankizumab , @DRUG$ ) were being considered for their first marketing approval in the EU and US , regulatory an , 3 antibody therapeutics developed by Chinese companies ( tislelizumab , sintilimab , @DRUG$ ) were in sacituzumab additional in China .	As of November 2018 , 4 antibody therapeutics sacituzumab govitecan , ravulizumab , , @DRUG$ were considered for their first marketing approval the EU US and an 3 therapeutics developed by Chinese companies ( tislelizumab , sintilimab @DRUG$ ) were in regulatory review in .	There are currently 7 antibody therapeutics being considered for marketing approval, 4 of which are from the US or EU, and 3 of which are from Chinese companies.	1
0	Torasemide produces a more prolonged @DRUG$ and electrolyte excretion than equipotent diuretic doses of @DRUG$ (frusemide), but does not increase kaliuresis to the same extent.	Torasemide produces a more prolonged @DRUG$ and electrolyte excretion than equipotent diuretic doses of @DRUG$ ( frusemide ) , but does not step up kaluresis to the same extent .	Torasemide produces a more increase @DRUG$ and electrolyte excretion extent equipotent diuretic doses of @DRUG$ ( frusemide ) , but does not prolonged kaliuresis to the same than .	Torasemide produces a more prolonged @DRUG$ and electrolyte excretion than equipotent diuretic doses of @DRUG$ ( frusemide ) , but does not increase kaliuresis to the same extent .	Torasemide produces a more prolonged @DRUG$ and electrolyte excretion than equipotent diuretic doses of @DRUG$ ( frusemide ) .	0
0	After the initial biopsy, subjects ingested 20 g x d(-1) of creatine monohydrate, 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose, or 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose + 1000 @DRUG$ x d(-1) of @DRUG$ for 5 days.	afterwards the initial biopsy , depicted object ingest twenty g x d ( - single ) of creatine monohydrate , twenty g x d ( - single ) of creatine monohydrate + 100 g x d ( - single ) of sucrose , or twenty g x d ( - single ) of creatine monohydrate + 100 g x d ( - single ) of sucrose + k @DRUG$ x d( - single ) of @DRUG$ for phoebe days .	After the initial creatine , subjects ( 20 g x d ( - 1 ) of creatine d , 20 g x monohydrate ingested - 1 ) of biopsy monohydrate + 100 g x d ( - 1 ) of of , or 20 g x d ( - 1 ) sucrose 1 monohydrate + of g x d ( - of ) creatine sucrose + 1000 @DRUG$ x d( - 1 ) 100 @DRUG$ for 5 days .	After initial biopsy , subjects ingested 20 g x d ( - 1 ) of creatine monohydrate , g x d ( - 1 ) of creatine + 100 x d ( - 1 ) of sucrose , or 20 g d ( - 1 ) creatine monohydrate + 100 g x d ( - 1 ) of sucrose + 1000 @DRUG$ x d( - 1 ) of @DRUG$ for 5 days .	Subjects who ingested 20 g x d ( - 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose + 1000 @DRUG$ x d( - 1 ) of @DRUG$ for 5 days had a significantly greater increase in muscle creatine content than those who ingested 20	0
0	Compared with adjusted mean changes for placebo, the 15-@DRUG$ @DRUG$ dose lowered clinic systolic BP, but not diastolic BP.	Compared with adjusted mean changes for placebo , the  - @DRUG$ @DRUG$ dose lour clinic systolic BP , but not diastolic BP .	Compared with - mean changes for placebo , the 15 adjusted @DRUG$ @DRUG$ dose lowered clinic systolic BP , not but diastolic BP .	Compared adjusted mean changes for placebo , 15 - @DRUG$ @DRUG$ dose lowered clinic systolic BP , but diastolic BP .	Compared with placebo, the 15-@DRUG$/@DRUG$ dose lowered clinic systolic BP, but not diastolic BP.	0
0	Mean Fel @DRUG$ 1 exposure during the @DRUG$ was 6.2 +/- 2.21 ng/m(3).	Mean Fel @DRUG$ 1 picture during the @DRUG$ was 6.2 +/- 2.21 ng /m( 3 ) .	Mean Fel @DRUG$ 1 exposure during the @DRUG$ was 6.2 +/- 2.21 ng /m( ) 3 .	Mean Fel @DRUG$ 1 exposure during the @DRUG$ was 6.2 +/- 2.21 /m( 3 )	The mean exposure to Fel @DRUG$ 1 was 6.2 +/- 2.21 ng /m( 3 ) during the time that @DRUG$ was being taken.	0
0	@DRUG$ serves, with @DRUG$, as a major nontoxic interorgan ammonia carrier.	@DRUG$ serves , with @DRUG$ , as a major atoxic interorgan ammonia carrier .	@DRUG$ serves with , @DRUG$ , as a major nontoxic interorgan ammonia carrier .	@DRUG$ serves , with @DRUG$ , as a major nontoxic interorgan ammonia carrier .	@DRUG$ helps to move ammonia around the body, and @DRUG$ is a major component of this process.	0
0	The beta-lactam beta-lactamase inhibitor combinations (ampicillin/clavulanate, ampicillin/sulbactam, ticarcillin/@DRUG$ and piperacillin/@DRUG$) were tested against selected inhibitor-resistant class A beta-lactamases of the TEM and OHIO-1 varieties.	The beta-lactam beta lactamase inhibitor combinations ( ampicillin / clavulanate , ampicillin / sulbactam , ticarcillin / @DRUG$ and piperacillin / @DRUG$ ) were tested against pick out inhibitor -resistant class angstrom unit beta-lactamases of the TEM and oh - 1 varieties .	The beta-lactam beta-lactamases the combinations ( ampicillin / clavulanate tested ampicillin / sulbactam , ticarcillin / @DRUG$ and piperacillin / @DRUG$ ) were , against TEM inhibitor -resistant class A beta-lactamase of inhibitor selected and OHIO - 1 varieties .	The beta-lactam inhibitor combinations ( ampicillin / clavulanate , ampicillin / sulbactam , ticarcillin / @DRUG$ and piperacillin / @DRUG$ ) were tested against selected inhibitor -resistant class A beta-lactamases of the and OHIO 1 varieties .	The beta-lactam beta-lactamase inhibitor combinations ( ampicillin / clavulanate , ampicillin / sulbactam , ticarcillin / @DRUG$ and piperacillin / @DRUG$ ) were tested against selected inhibitor -resistant class	0
0	@DRUG$ was conjugated to inactive glucuronides and a previously unidentified @DRUG$.	@DRUG$ was conjugated to inactive glucuronides and a previously unnamed @DRUG$ .	@DRUG$ was conjugated to inactive glucuronides and previously a unidentified @DRUG$ .	@DRUG$ was conjugated to inactive glucuronides and a unidentified @DRUG$ .	@DRUG$ was chemically altered (conjugated) to inactive molecules, and a previously unidentified molecule (@DRUG$) was also created.	0
0	The administration of 800 @DRUG$ oral TE daily combined with @DRUG$ for 28 days significantly suppresses gonadotropins without untoward side effects and might have utility as part of a male hormonal contraceptive regimen.	The administration of 800 @DRUG$ viva TE daily combined with @DRUG$ for twenty eight solar day significantly suppresses gonadotropins without untoward side effects and might have utility as part of a male hormonal contraceptive regimen .	800 administration of days @DRUG$ oral TE daily combined with @DRUG$ for The 28 significantly suppresses gonadotropins without untoward side effects and might have utility as part of a male hormonal contraceptive regimen .	The administration of 800 @DRUG$ oral TE daily combined with @DRUG$ for 28 days significantly suppresses gonadotropins without untoward side effects and might have as part of a male hormonal contraceptive regimen	When @DRUG$ is taken orally every day for 28 days, it significantly suppresses gonadotropins without any untoward side effects. This might have utility as part of a male hormonal contraceptive regimen.	1
0	@DRUG$ and N-desmethylsertraline in plasma and @DRUG$ were measured by high-performance liquid chromatography over a 24 h dose interval at steady-state.	@DRUG$ and N-desmethylsertraline in plasma and @DRUG$ were measured by high- execution liquid chromatography over a  h dose interval at steady -state .	@DRUG$ and N-desmethylsertraline in plasma and @DRUG$ were measured at high- performance liquid chromatography a over 24 h dose interval by steady -state .	@DRUG$ and N-desmethylsertraline in plasma and @DRUG$ were measured by high- performance liquid chromatography over a dose interval steady -state .	The concentration of @DRUG$ in the plasma was measured, as well as the concentration of N-desmethylsertraline (the active ingredient in DRUGA). This was done over a 24 hour period, to see how the two drugs related to each other at a steady state.	1
1	Ocaperidone inhibited dopamine agonist (apomorphine, @DRUG$ or cocaine)-induced behavioral effects at low doses (0.014-0.042 mg/kg) and was, thereby, equipotent with @DRUG$ (0.016-0.024 mg/kg) and 2.0 to 8.3 times more potent than risperidone.	Ocaperidone inhibited intropin agonist ( apomorphine , @DRUG$ or cocain ) - induced behavioural effects at low doses ( 0.014-0.042 mg / kilo ) and was , thereby , equipotent with @DRUG$ ( 0.016-0.024 mg / kilo ) and 2.0 to 8.3 times more potent than risperidone .	Ocaperidone inhibited dopamine agonist ( apomorphine , @DRUG$ mg cocaine ) - induced behavioral effects at low doses ( 0.014-0.042 and / kg ) and was than thereby , equipotent with @DRUG$ ( 0.016-0.024 mg , kg ) or 2.0 to 8.3 times more potent / risperidone .	Ocaperidone inhibited dopamine agonist ( apomorphine , @DRUG$ cocaine ) - induced behavioral at low doses ( 0.014-0.042 mg / kg ) and was , thereby , equipotent with @DRUG$ ( 0.016-0.024 mg / kg ) and 2.0 to 8.3 times more potent than risperidone .	Ocaperidone inhibited dopamine agonist ( apomorphine , @DRUG$ or cocaine ) - induced behavioral effects at low doses ( 0.014-0.042 mg / kg ) and was , thereby , equipotent with @DRUG$ ( 0.016-0.024 mg	0
0	@DRUG$ (Mentha piperita) is a plant native to Europe and has been widely used @DRUG$ a carminative and gastric stimulant worldwide.	@DRUG$ ( mentha piperita ) is a institute native to Europe and has been widely used @DRUG$ a carminative and gastric stimulant worldwide .	@DRUG$ a Mentha piperita ) is ( plant native to been and has Europe widely used @DRUG$ a carminative and gastric stimulant worldwide .	@DRUG$ ( Mentha ) is a plant native to Europe and has been widely used @DRUG$ carminative and gastric stimulant worldwide .	@DRUG$ is a plant that has been used as a carminative and gastric stimulant worldwide. @DRUG$ is a substance that is derived from DRUGA and is used to treat carminative and gastric problems.	0
1	In adults with IDO, propiverine demonstrated similar efficacy to that of other antimuscarinic agents (including solifenacin, tolterodine, oxybutynin and @DRUG$) and, in adults with NDO, propiverine and @DRUG$ demonstrated similar efficacy.	inwards adults with ido , propiverine demonstrated alike efficacy to that of other antimuscarinic agents ( including solifenacin , tolterodine , oxybutynin and @DRUG$ ) and , in adults with NDO , propiverine and @DRUG$ demonstrated alike efficacy .	In adults other of , propiverine demonstrated similar efficacy to that IDO with ( agents antimuscarinic including solifenacin , tolterodine , oxybutynin and @DRUG$ ) and , in adults with NDO , propiverine and @DRUG$ demonstrated similar efficacy .	In adults with IDO , propiverine demonstrated similar efficacy to that of other antimuscarinic agents ( including solifenacin , tolterodine , oxybutynin and @DRUG$ ) , in adults with NDO , propiverine @DRUG$ demonstrated efficacy	In adults with IDO, propiverine demonstrated similar efficacy to that of other antimuscarinic agents (including solifenacin, tolterodine, oxybutynin and @DRUG$) and, in adults with NDO, propiverine and @DRUG$ demonstrated	0
0	RESULTS: @DRUG$ co-administration significantly decreased [3H]-@DRUG$ AUC0-48h and Cmax, and increased CL/F and Vd/F of [3H]-cholesterol as compared to controls in a dose-dependent manner.	RESULTS : @DRUG$ co-administration importantly decreased [ 3H ] - @DRUG$ AUC0 - 48h and Cmax , and increased CL / f and Vd / f of [ 3H ] - cholesterol as compared to ascertain in a dose-dependent fashion .	RESULTS : @DRUG$ co-administration CL decreased and / ] - @DRUG$ AUC0 - - and Cmax , [ increased significantly 3H F and Vd / F of [ 3H ] 48h cholesterol as compared to controls in a dose-dependent manner .	RESULTS : @DRUG$ co-administration significantly decreased [ 3H ] - @DRUG$ AUC0 - Cmax , and increased CL / F and Vd / of [ 3H ] - cholesterol as compared to controls in a dose-dependent manner .	The co-administration of @DRUG$ significantly decreased the absorption of @DRUG$, increased its clearance, and increased its volume of distribution.	0
0	For treatment of seasonal allergic rhinitis, loratadine combined with pseudoephedrine may be preferable to triprolidine-@DRUG$ and @DRUG$-pseudoephedrine combinations that require more frequent dosing.	For treatment of seasonal sensitised rhinitis , loratadine combined with pseudoephedrine english hawthorn be preferable to triprolidine - @DRUG$ and @DRUG$ - pseudoephedrine combinations that require more frequent dosing .	For treatment of seasonal allergic rhinitis that loratadine combined , pseudoephedrine may be preferable to triprolidine - @DRUG$ and @DRUG$ - pseudoephedrine combinations with require more frequent dosing .	treatment of seasonal allergic rhinitis , loratadine combined with pseudoephedrine may be preferable to triprolidine - @DRUG$ and @DRUG$ - pseudoephedrine combinations require more dosing .	For treatment of seasonal allergic rhinitis, loratadine combined with pseudoephedrine may be preferable to triprolidine-pseudoephedrine combinations that require more frequent dosing.	1
0	For 40% fT>MIC and >97.5% PTA, the breakpoints were 0.125 mg/L (500 mg twice daily), 0.25 mg/L (250 mg three times daily and 875 @DRUG$ twice daily), 0.5 mg/@DRUG$ (500 mg three times daily) and 1 mg/L (750, 875 or 1000 mg three times daily and 500 mg four times daily).	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / litre (  mg doubly day to day ) , 0.25 mg / litre ( 250 mg three clip day to day and 875 @DRUG$ doubly day to day ) , 0.5 mg / @DRUG$ (  mg three clip day to day ) and i mg / litre ( 750 , 875 or thou mg three clip day to day and  mg four clip day to day ) .	twice 40 % fT>MIC mg > L % PTA , the breakpoints were 0.125 mg / L ( 500 and 250 daily ) , 0.25 mg / 97.5 ( twice mg three 500 daily and 875 @DRUG$ , daily ) , 0.5 mg / @DRUG$ ( times mg three times daily ) and times mg / L ( 750 For 875 or 1000 mg three times daily and 500 mg four 1 daily ) .	For 40 % fT>MIC and > % PTA , breakpoints were 0.125 mg / L ( 500 mg twice ) , 0.25 mg / L ( 250 mg three times daily 875 @DRUG$ twice daily ) , 0.5 mg / @DRUG$ 500 mg three times daily ) and 1 mg / L ( 750 , 875 or mg times daily and mg four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 mg / L ( 500 mg twice daily ) , 0.25 mg / L ( 250 mg three times daily and 875 @DRUG$ twice daily ) , 0.5 mg /	1
0	Steady-state was reached within three months giving therapeutic plasma levels in the @DRUG$ range @DRUG$ those found during oral treatment with haloperidol.	Steady -state was reached inside three months giving therapeutic plasm levels in the @DRUG$ range @DRUG$ those found during oral treatment with haloperidol .	during -state was three within reached months giving therapeutic plasma levels in the @DRUG$ range @DRUG$ those found Steady oral treatment with haloperidol .	Steady -state was reached within three months giving therapeutic plasma levels in the @DRUG$ range @DRUG$ those found during oral treatment with haloperidol .	The two drugs reached a steady state within three months, and the therapeutic plasma levels for @DRUG$ were found to be in the same range as those found during oral treatment with haloperidol.	1
0	Doses were administered in @DRUG$ at a volume not exceeding 300 &mgr;@DRUG$. All rats survived to the end of the study.	Doses were administered in @DRUG$ at a volume not exceeding 300 &mgr ; @DRUG$ . completely rats exist to the end of the study .	Doses not administered in @DRUG$ the a volume were exceeding 300 &mgr ; @DRUG$ . All rats survived to at end of the study .	Doses were administered in @DRUG$ at a volume not exceeding 300 &mgr ; @DRUG$ . All rats survived to end of study .	Doses were administered in @DRUG$ at a volume not exceeding 300 &mgr ; @DRUG$ . All rats survived to the end of the study ."In other words, the relationship between DRUGA and DRUGB is that DRUGA can be given at a volume of	0
0	@DRUG$, the end product of purine metabolism in humans, was the major metabolite of @DRUG$ in plasma and accounted for all of the total, plasma 14C at 6 hours after infusion.	@DRUG$ , the end product of purine metabolism in humans , was the john r major metabolite of @DRUG$ in plasma and answer for for all of the total , plasma 14 C at 6  minutes after infusion .	@DRUG$ , accounted end product of purine all in humans , was the and metabolite of @DRUG$ in plasma major the for metabolism of the total , plasma 14 C at 6 hours after infusion .	@DRUG$ , the end product of metabolism in humans , was the major metabolite of @DRUG$ in plasma and accounted for all of the total , plasma 14 C at 6 hours after infusion .	@DRUG$ is the major metabolite of @DRUG$ in plasma and accounts for all of the total plasma 14 C at 6 hours after infusion.	0
0	NPAE frequency in oseltamivir-exposed Japanese and Taiwanese children with influenza was the @DRUG$ @DRUG$ in unexposed children.	NPAE frequence in oseltamivir-exposed Japanese and Taiwanese children with influenza was the @DRUG$ @DRUG$ in unexposed children .	NPAE frequency in oseltamivir-exposed Japanese and Taiwanese children with influenza was the @DRUG$ @DRUG$ in unexposed children .	NPAE frequency in oseltamivir-exposed Japanese and Taiwanese children with influenza the @DRUG$ @DRUG$ in unexposed children .	The frequency of NPAE in oseltamivir-exposed Japanese and Taiwanese children with influenza was the same as the frequency of NPAE in unexposed children.	1
0	Among 10 hospital- and community-acquired Staphylococcus aureus strains with differing methicillin and vancomycin resistotypes, all strains were susceptible to ceftobiprole at MICs <or=2.0 microg/mL, and also to @DRUG$, tigecycline, and @DRUG$/dalfopristin.	Among ten hospital - and community - acquired Staphylococcus aureus strains with disagree methicillin and vancomycin resistotypes , all strains were susceptible to ceftobiprole at MICs < or =2.0 microg / mil , and besides to @DRUG$ , tigecycline , and @DRUG$ / dalfopristin .	/ =2.0 Among - and community - acquired Staphylococcus aureus , with differing methicillin and vancomycin resistotypes , all strains were susceptible to ceftobiprole at MICs < or 10 microg / mL , and also to @DRUG$ strains tigecycline , and @DRUG$ hospital dalfopristin .	Among 10 hospital - community - acquired Staphylococcus aureus strains with differing methicillin and vancomycin all were susceptible to ceftobiprole at MICs < or =2.0 microg / mL , and also to @DRUG$ , tigecycline , and @DRUG$ / dalfopristin .	All strains of Staphylococcus aureus were susceptible to ceftobiprole at MICs < or =2.0 microg / mL, and also to @DRUG$, tigecycline, and @DRUG$/dalfopristin.	0
1	OBJECTIVE: To determine the pharmacokinetics and pharmacodynamics of the neurosteroid anaesthetic, @DRUG$, in neonatal foals after a single intravenous (IV) injection of alfaxalone following premedication with @DRUG$ tartrate.	OBJECTIVE : To determine the pharmacokinetics and pharmacodynamics of the neurosteroid anaesthetic , @DRUG$ , in neonatal foal after a single endovenous ( IV ) injection of alfaxalone watch over premedication with @DRUG$ tartrate .	OBJECTIVE : with determine a pharmacokinetics and To of the neurosteroid anaesthetic , @DRUG$ , in neonatal foals after the single intravenous ( IV ) injection of alfaxalone following premedication pharmacodynamics @DRUG$ tartrate .	OBJECTIVE To determine the pharmacokinetics and pharmacodynamics of the neurosteroid anaesthetic , @DRUG$ , in neonatal after a single ( IV ) injection of alfaxalone following premedication with @DRUG$ tartrate .	The pharmacokinetics ( how the drug is absorbed, distributed, metabolized, and excreted ) and pharmacodynamics ( the drug's effects on the body ) of the neurosteroid anaesthetic @DRUG$ were determined in neonatal foals after a single intravenous injection of alfaxalone	1
0	Human metabolism of D-@DRUG$, D-sorbitol, D-mannitol, and @DRUG$ has been documented.	Human metabolism of D-@DRUG$ , D-sorbitol , D-mannitol , and @DRUG$ has been attested .	Human metabolism of D-@DRUG$ , D-sorbitol , D-mannitol , and @DRUG$ has been documented .	Human metabolism of D-@DRUG$ , , D-mannitol , and has been documented .	Human metabolism of D-@DRUG$, D-sorbitol, D-mannitol, and @DRUG$ has been documented."This means that we know how humans metabolize these substances, and that this metabolism has been documented.	0
1	2Beta-carbomethoxy-3beta-(4-fluorophenyl)-n-(1-iodoprop-1-en -3-yl) nortropane (IACFT, Altropane) is a @DRUG$ analog with high affinity and selectivity for @DRUG$ transporter (DAT) sites in the striatum.	2Beta-carbomethoxy-3beta-(4-fluorophenyl )-n-(1-iodoprop-1-en - 3-yl ) nortropane ( IACFT , Altropane ) is a @DRUG$ analog with high affinity and selectivity for @DRUG$ transporter ( dat ) internet site in the corpus striatum .	2Beta-carbomethoxy-3beta-(4-fluorophenyl )-n-(1-iodoprop-1-en - 3-yl ( nortropane ( IACFT , Altropane ) is a @DRUG$ analog and high affinity with selectivity DAT @DRUG$ transporter ) for ) sites in the striatum .	2Beta-carbomethoxy-3beta-(4-fluorophenyl - 3-yl ) nortropane ( IACFT , Altropane ) is a @DRUG$ analog with affinity and selectivity for @DRUG$ transporter ( DAT ) sites in the striatum .	@DRUG$ is an analog of @DRUG$ that has a high affinity and selectivity for DAT sites in the striatum.	0
1	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (@DRUG$, lanadelumab, roledumab, tralokinumab, risankizumab, SA237, emapalumab, suptavumab, erenumab, eptinezumab, fremanezumab, fasinumab, tanezumab, lampalizumab, brolucizumab).	Of these , quintet mAbs are for cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and  mAbs are for non-cancer indications ( @DRUG$ , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , erenumab , eptinezumab , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these , 5 mAbs are ublituximab cancer ( durvalumab , JNJ - 56022473 , for , , ravtansine , @DRUG$ ) and 15 , are for tanezumab indications ( @DRUG$ , lanadelumab , fremanezumab , tralokinumab , risankizumab , SA237 , brolucizumab , suptavumab , erenumab , eptinezumab anetumab roledumab mAbs fasinumab , non-cancer , lampalizumab , emapalumab ) .	Of these , 5 are for cancer ( durvalumab , JNJ 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and 15 are for indications ( @DRUG$ , lanadelumab , roledumab , tralokinumab risankizumab , SA237 , emapalumab , suptavumab , erenumab , eptinezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (@DRUG$, lanadel	0
0	A low-molecular weight so-called @DRUG$-@DRUG$ complex was shown to contain iron of more or less the same poor bioavailability as contained in ferric chloride since the iron from ferrous sulfate was about 5 times better absorable.	A low-molecular weight so-called @DRUG$ - @DRUG$ complex was shown to contain branding iron of more or less the same pitiable bioavailability as contained in ferric chloride since the branding iron from ferrous sulfate was about 5 times wagerer absorable .	A low-molecular weight so-called @DRUG$ times @DRUG$ complex was shown to contain 5 of more or less sulfate same poor bioavailability as contained in ferric chloride since the iron from ferrous the was about iron - better absorable .	low-molecular weight so-called @DRUG$ - @DRUG$ complex was shown to contain iron of more or less the same poor bioavailability as contained in ferric chloride since the iron from ferrous sulfate was about 5 times better absorable .	A low-molecular weight so-called @DRUG$ - @DRUG$ complex was shown to contain iron of more or less the same poor bioavailability as contained in ferric chloride since the iron from ferrous sulfate was about 5 times better absorable .	0
0	Six dogs were treated with a single intravenous (i.v.) dose (2 @DRUG$/kg) of marbofloxacin, followed by single oral (@DRUG$.o.) doses of marbofloxacin at 1, 2 and 4 mg/kg, according to a three-way crossover design.	Six dogs were treated with a unmarried endovenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of marbofloxacin , followed by unmarried oral ( @DRUG$ .o. ) doses of marbofloxacin at 1 , 2 and 4 mg / kg , according to a  - way crossing over figure .	Six dogs were treated with a single intravenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of according , followed by single oral ( @DRUG$ .o. ) doses of marbofloxacin at 1 2 way to 4 mg / kg , marbofloxacin and a three - , crossover design .	Six dogs were treated with a single intravenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of marbofloxacin , followed by single oral ( @DRUG$ .o. ) doses marbofloxacin at 1 , 2 and 4 mg kg , according to three - way crossover design .	Six dogs were treated with a single intravenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of marbofloxacin , followed by single oral ( @DRUG$ .o. ) doses of marbofloxacin at 1 , 2 and 4	0
0	The paroxetine, fluoxetine, and @DRUG$ groups differed significantly (p < 0.001, p < 0.001, p = 0.017, respectively) from placebo but the fluvoxamine group did not (@DRUG$ = 0.38).	The paroxetine , sarafem , and @DRUG$ groups differed importantly ( phosphorus < 0.001 , phosphorus < 0.001 , phosphorus = 0.017 , respectively ) from placebo but the fluvoxamine group did not ( @DRUG$ = 0.38 ) .	The paroxetine , fluoxetine 0.001 and @DRUG$ groups differed significantly ( respectively < , , p placebo 0.001 , p = 0.017 , p ) from < but the fluvoxamine group did not ( @DRUG$ = 0.38 ) .	The paroxetine , fluoxetine , and @DRUG$ groups differed significantly ( p 0.001 , p < 0.001 , p = 0.017 , ) from placebo the group did not ( @DRUG$ = 0.38 ) .	The paroxetine and fluoxetine groups differed significantly from placebo but the fluvoxamine group did not.	1
1	@DRUG$ inhibited in a concentration-dependent manner [3H]@DRUG$ (CAS 1622-62-4) binding to rat cortical membranes, with an affinity of 4.5 nmol/l greater than that of alprazolam (CAS 28981-97-7) (7.9 nmol/l).	@DRUG$ inhibited in a concentration - dependent manner [ 3H ] @DRUG$ ( CAS 1622-62-4 ) bond to rat cortical membranes , with an phylogenetic relation of 4.5 nmol / liter greater than that of xanax ( CAS 28981-97 - 7 ) ( 7.9 nmol / liter ) .	@DRUG$ inhibited in nmol concentration - dependent manner [ 3H ] @DRUG$ ( CAS 1622-62-4 ) binding to ( cortical membranes , with an l of 4.5 nmol that l greater than / of alprazolam rat CAS 28981-97 - 7 ) ( 7.9 a / affinity ) .	@DRUG$ inhibited in concentration - dependent manner [ 3H ] @DRUG$ ( CAS 1622-62-4 ) binding to rat cortical membranes with an affinity 4.5 nmol / l greater than that of alprazolam CAS 28981-97 - 7 ) ( 7.9 nmol / l ) .	The higher the concentration of @DRUG$, the more it inhibits the binding of @DRUG$ to rat cortical membranes.	0
0	This theory postulates a decrease in the monoamine oxidase (MAO) activity, which results in the accumulation of methylated indolealkylamines, such @DRUG$ bufotenin (5-hydroxy-N,N-dimethyltryptamine), @DRUG$ (DMT) and 5-methoxy-N,N-dimethyltryptamine.	This hypothesis postulates a reduction in the monoamine oxidase ( MAO ) body process , which results in the accumulation of methylated indolealkylamines , such @DRUG$ bufotenin ( 5- hydroxy - N, N-dimethyltryptamine ) , @DRUG$ ( DMT ) and fin - methoxy - N , N- dimethyltryptamine .	This theory postulates a decrease in the monoamine oxidase ( MAO ) activity , which results DMT indolealkylamines accumulation N- methylated the ) such @DRUG$ bufotenin ( 5- hydroxy - N, N-dimethyltryptamine , , @DRUG$ ( in ) and 5 - methoxy - N , of dimethyltryptamine .	theory postulates a decrease in the monoamine oxidase ( MAO ) activity , which results in the accumulation of indolealkylamines , such @DRUG$ bufotenin ( 5- hydroxy N, N-dimethyltryptamine ) , @DRUG$ ( ) and 5 - methoxy - N , N- dimethyltryptamine .	The theory suggests that the decreased activity of monoamine oxidase (MAO) results in the accumulation of methylated indolealkylamines, such as bufotenin (5-hydroxy-N,N-dimethyltryptamine), DMT, and 5-methoxy	1
0	Seven of these combine 2 drugs together in a single pill: Edarbyclor (azilsartan/chlorthalidone), Exforge (amlodipine/valsartan), Azor (olmesartan/amlodipine), Twynsta (amlodipine/telmisartan), Tekturna HCT [aliskiren/hydrochlorothiazide (@DRUG$)], Valturna (aliskiren/valsartan), Tekamlo (@DRUG$/amlodipine).	Seven of these flux deuce drug in concert in a undivided pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / amlodipine ) , Twynsta ( amlodipine/ telmisartan ) , Tekturna HCT [ aliskiren / hydrodiuril ( @DRUG$ ) ] , Valturna ( aliskiren / valsartan ) , Tekamlo ( @DRUG$ / amlodipine ) .	Seven together these combine 2 drugs of in a single pill : Edarbyclor ( amlodipine chlorthalidone ) , / ( azilsartan/ ) valsartan Exforge , Azor ( olmesartan telmisartan amlodipine ) , Valturna ( amlodipine/ / ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( @DRUG$ ) ] , Twynsta ( aliskiren / valsartan ) , Tekamlo ( @DRUG$ / amlodipine ) .	Seven of these combine 2 drugs together in a pill : Edarbyclor ( chlorthalidone ) , Exforge ( / valsartan ) , Azor ( olmesartan / amlodipine ) , Twynsta ( amlodipine/ telmisartan ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( @DRUG$ ] , Valturna ( aliskiren , Tekamlo ( @DRUG$ / amlodipine .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / amlodipine ) ,	1
0	ABT-089 is @DRUG$ potent and efficacious as (-)-@DRUG$ at evoking acetylcholine (ACh) release from hippocampal synaptosomes.	ABT -089 is @DRUG$ potent and effective as ( -) - @DRUG$ at invoke acetylcholine ( ACh ) release from hippocampal synaptosomes .	ABT -089 is @DRUG$ potent and efficacious as ( -) - @DRUG$ ACh evoking acetylcholine ( from ) release at hippocampal synaptosomes .	ABT -089 is @DRUG$ potent and efficacious as -) - @DRUG$ at evoking acetylcholine ( ACh release from synaptosomes .	ABT -089 is a potent and efficacious drug as ( -) - @DRUG$ at evoking acetylcholine ( ACh ) release from hippocampal synaptosomes .	1
1	We assessed whether @DRUG$, a selective inhibitor of cyclooxygenase-2, would be associated with a lower incidence of clinically important upper gastrointestinal events than is the nonselective NSAID @DRUG$ among patients with rheumatoid arthritis.	We assessed whether @DRUG$ , a selective inhibitor of cyclooxygenase - 2 , would be associated with a lower berth relative incidence of clinically important upper gastrointestinal events than is the nonselective NSAID @DRUG$ among patients with creaky arthritis .	important assessed whether @DRUG$ , a selective events - cyclooxygenase of 2 , would be associated with a lower incidence of clinically We upper gastrointestinal inhibitor than is the nonselective NSAID @DRUG$ among patients with rheumatoid arthritis .	We whether @DRUG$ a selective inhibitor of cyclooxygenase - 2 , would be associated a lower incidence of clinically important upper gastrointestinal events than is the nonselective NSAID @DRUG$ among patients with rheumatoid arthritis .	@DRUG$ is associated with a lower incidence of clinically important upper gastrointestinal events than is @DRUG$ among patients with rheumatoid arthritis.	0
0	@DRUG$ 50 or 100mg three times daily for 6-12 months had no significant effect on @DRUG$ concentrations.	@DRUG$ 50 or 100 mg three times daily for sextuplet - 12 months had no substantial effect on @DRUG$ concentrations .	@DRUG$ 50 or 100 mg for times daily three - 6 12 months had no significant effect on @DRUG$ concentrations .	@DRUG$ 50 or mg three times daily for 6 - 12 months had no significant effect on @DRUG$ concentrations .	There was no significant effect on @DRUG$ concentrations when @DRUG$ was taken 50 or 100 mg three times daily for 6 - 12 months.	0
0	RESULTS: The GR binding affinity (IC50) for @DRUG$, FA, and @DRUG$ was 5.4, 2.0, and 1.5 nM, respectively.	RESULTS : The GR binding affinity ( IC50 ) for @DRUG$ , fa , and @DRUG$ was 5.4 , 2.0 , and 1.5 nM , severally .	RESULTS : The GR binding affinity ( IC50 ) for @DRUG$ , FA , , @DRUG$ , 5.4 was 2.0 and and 1.5 nM , respectively .	RESULTS : The GR binding affinity ( IC50 ) for @DRUG$ , FA , and @DRUG$ 5.4 , 2.0 , and 1.5 nM , respectively .	The GR binding affinity ( IC50 ) for @DRUG$ was 5.4 nM , while the GR binding affinity ( IC50 ) for @DRUG$ was 1.5 nM .	0
0	In humans, both androgens are excreted mainly as glucuronide conjugates and the urinary ratio of testosterone to @DRUG$ (T/E), used to expose illicit @DRUG$ abuse by male athletes, indicates the relative concentrations of the respective glucuronides.	In humans , both androgens are eliminate mainly as glucuronide conjugate solution and the urinary ratio of testosterone to @DRUG$ ( T/E ) , used to expose outlaw @DRUG$ abuse by male jock , indicates the relative concentrations of the respective glucuronides .	In humans , both androgens are excreted mainly as glucuronide T/E conjugates the urinary ratio of testosterone illicit @DRUG$ ( , ) , used to expose to @DRUG$ abuse by male athletes and indicates the relative concentrations of the respective glucuronides .	In humans , both androgens are excreted mainly as glucuronide and the urinary ratio of testosterone to @DRUG$ T/E ) , used to expose illicit @DRUG$ abuse by male athletes , indicates the relative concentrations of the respective glucuronides .	The ratio of testosterone to @DRUG$ in urine can be used to estimate the relative concentrations of the respective glucuronides.	1
0	Mean change in bodyweight was -1.3% (SE 0.3) in the placebo group, -6.1% (0.3) in the naltrexone 32 mg plus bupropion group (p<0.0001 vs placebo) and -5.0% (0.3) in the naltrexone 16 @DRUG$ plus @DRUG$ group (p<0.0001 vs placebo).	intend change in bodyweight was - 1.3 % ( atomic number  0.3 ) in the placebo group , - 6.1 % ( 0.3 ) in the naltrexone 32 milligram summation bupropion group ( p< 0.0001 quintet placebo ) and - 5.0 % ( 0.3 ) in the naltrexone 16 @DRUG$ summation @DRUG$ group ( p< 0.0001 quintet placebo ) .	Mean change in 6.1 was - 1.3 % ( SE ( in in the placebo group , - bodyweight % ( 0.3 ) in the naltrexone 32 mg plus bupropion group ( p< 0.0001 vs placebo ) and ) 5.0 % 0.3 0.3 ) - the naltrexone 16 @DRUG$ ) @DRUG$ group ( p< 0.0001 vs placebo plus .	Mean change in bodyweight was 1.3 % ( SE ) in the placebo group , - 6.1 0.3 ) the naltrexone 32 mg plus bupropion group ( p< 0.0001 vs placebo ) - 5.0 % ( 0.3 ) in the naltrexone 16 @DRUG$ plus @DRUG$ group ( p< 0.0001 vs placebo ) .	The mean change in bodyweight was -1.3% in the placebo group, -6.1% in the naltrexone 32 mg plus bupropion group, and -5.0% in the naltrexone 16 mg plus bupropion group.	1
0	CONCLUSION: The observed pharmacokinetic parameters suggested that the @DRUG$ ester, and not the phosphate ester, of @DRUG$ acts as a prodrug or reservoir for betamethasone, conferring on it sustained- and extended-release characteristics.	ratiocination : The honor pharmacokinetic parameters intimate that the @DRUG$ ester , and not the phosphate ester , of @DRUG$ acts as a prodrug or reservoir for betamethasone , confab on it sustained - and extended - release characteristics .	CONCLUSION : betamethasone observed parameters , suggested that the @DRUG$ ester , and not the phosphate and , of @DRUG$ acts as a prodrug or reservoir for The pharmacokinetic conferring on it sustained - ester extended - release characteristics .	CONCLUSION : The observed pharmacokinetic parameters suggested that the @DRUG$ ester , and not the phosphate ester , of @DRUG$ acts as or reservoir for betamethasone , conferring on it sustained - and extended - characteristics .	@DRUG$ is a prodrug or reservoir for betamethasone, conferring on it sustained - and extended - release characteristics.	1
0	Among the first options are the dopamine agonists, which are commonly used both as an early monotherapy and @DRUG$ an adjunct therapy to @DRUG$.	Among the first options are the dopamine agonists , which are unremarkably practice both as an early monotherapy and @DRUG$ an adjunct therapy to @DRUG$ .	are the first options which the dopamine agonists , are Among commonly used both as an early monotherapy and @DRUG$ an adjunct therapy to @DRUG$ .	the first are the dopamine agonists , which commonly used both as an early monotherapy and @DRUG$ adjunct therapy to @DRUG$ .	@DRUG$ is commonly used both as an early monotherapy and an adjunct therapy to @DRUG$.	0
0	In human liver microsomal incubations, DHA-G (diastereomer unspecified) was the only metabolite found (V(max) 177 +/- 47 pmol min(-1) mg(-1), @DRUG$(@DRUG$) 90 +/- 16 microM).	In human liver microsomal brooding , DHA -G ( diastereomer unspecified ) was the only metabolite determine ( V( soap ) 177 +/- 47 pmol min ( -  ) mg ( -  ) , @DRUG$ ( @DRUG$ ) 90 +/- 16 micr oM ) .	- human liver microsomal ( , DHA 47 ( diastereomer unspecified ) was the only In found incubations V( max ) 177 +/- -G pmol min ( - 1 ) mg ( metabolite 1 ) , @DRUG$ ( @DRUG$ ) 90 +/- 16 micr oM ) .	In human liver microsomal incubations , DHA -G ( unspecified ) was the only metabolite found ( V( max ) 177 +/- 47 pmol min ( - 1 ) mg ( ) @DRUG$ ( @DRUG$ ) 90 +/- 16 micr oM ) .	DHA-G is the only metabolite found in human liver microsomal incubations, and it has a V(max) of 177 +/- 47 pmol min(-1) mg(-1).	1
1	It has been observed that amifostine possibly enhances the anti-tumor effect of carboplatin, nitrogen mustard, melphalan, and @DRUG$ combined with @DRUG$ or vinblastine.	It has been detect that amifostine possibly enhances the anti-tumor effect of carboplatin , nitrogen leaf mustard , melphalan , and @DRUG$ combined with @DRUG$ or vinblastine .	that , been observed It amifostine possibly enhances the anti-tumor effect of carboplatin , nitrogen mustard has melphalan , and @DRUG$ combined with @DRUG$ or vinblastine .	has been observed that amifostine possibly enhances the anti-tumor effect of carboplatin , mustard , melphalan , and @DRUG$ combined with @DRUG$ or vinblastine .	It has been observed that amifostine possibly enhances the anti-tumor effect of carboplatin, nitrogen mustard, melphalan, and @DRUG$ combined with @DRUG$ or vinblastine.	0
0	The remaining compounds under discussion, such @DRUG$: @DRUG$, fluoxetine, moclobemide and rimonabant, are not registered in any country with an indication to use in the treatment of nicotine addiction, however, due to the mechanism in which they act, the possibility of their use in the treatment of this disease is considered.	The remaining compounds under discussion , such @DRUG$ : @DRUG$ , fluoxetine , moclobemide and rimonabant , are not registered in any area with an indication to manipulation in the treatment of nicotine addiction , still , ascribable to the mechanics in which they act , the possibility of their manipulation in the treatment of this disease is deal .	The country compounds under discussion , such @DRUG$ : @DRUG$ , fluoxetine , moclobemide mechanism rimonabant , are not is in treatment remaining with an indication to use in the any of nicotine addiction , however , due use the and in which they their , the possibility of act to in the treatment of this disease registered considered .	The remaining compounds under discussion , such @DRUG$ : @DRUG$ , fluoxetine , moclobemide and rimonabant are not registered in any country with an to the treatment of nicotine addiction , however due to the mechanism in which act , the possibility of their use in the treatment of this disease is considered .	Although these compounds are not currently registered for the treatment of nicotine addiction, their mechanisms of action suggest that they could be used for this purpose.	1
0	Dichlorvos (10(-8)-10(-4) M) had no effect on baseline tension, but relaxed 10(-7) M @DRUG$ (NE), 10(-7) @DRUG$ 5-HT or 100 mM KCl contractions dose-dependently.	Dichlorvos ( 10 ( - 8 ) - 10 ( - 4 )  ) had no core on baseline latent hostility , but relaxed 10 ( - 7 )  @DRUG$ ( NE ) , 10 ( - 7 ) @DRUG$ five - HT or century mM KCl contractions dose-dependently .	Dichlorvos ( - ( - 8 contractions - 10 ( NE 4 ) M ) had no effect on baseline tension , M relaxed 10 ( - 7 ) but @DRUG$ ( 10 ) , 10 ( - 7 ) @DRUG$ 5 - HT or 100 mM KCl ) dose-dependently .	Dichlorvos ( 10 ( 8 ) - 10 ( - 4 ) M ) had no effect on baseline tension , but relaxed 10 ( - 7 ) M @DRUG$ ( NE , 10 ( - ) @DRUG$ 5 - HT or mM KCl contractions dose-dependently .	Dichlorvos ( 10 ( - 8 ) - 10 ( - 4 ) M ) had no effect on baseline tension , but relaxed 10 ( - 7 ) M @DRUG$ ( NE ) , 10 ( - 7 ) @DRUG$ 5 - HT or 100 mM KCl contractions dose	0
0	N-[4-[[(2,4-diamino-6-pterdinyl)methyl]amino]benzoyl]-@DRUG$/D-glutamic acid (L/@DRUG$-AMT) is an investigational drug in phase 1 clinical development that consists of the L-and D-enantiomers of aminopterin (AMT).	N-[4-[[(2,4-diamino-6-pterdinyl ) methyl ] amino ] benzoyl ] -@DRUG$ / D-glutamic window pane ( L/ @DRUG$ - AMT ) is an investigational drug in stage 1 clinical development that consist of the L-and D-enantiomers of aminopterin ( AMT ) .	N-[4-[[(2,4-diamino-6-pterdinyl ) methyl ] amino the benzoyl ] -@DRUG$ / clinical acid ( L/ @DRUG$ - AMT ) is an investigational drug 1 phase in D-glutamic development that consists of ] L-and D-enantiomers of aminopterin ( AMT ) .	N-[4-[[(2,4-diamino-6-pterdinyl ) methyl ] amino ] benzoyl ] -@DRUG$ D-glutamic acid ( L/ @DRUG$ AMT ) is an investigational in phase 1 clinical development that the L-and D-enantiomers of aminopterin ( AMT ) .	@DRUG$ is a drug that is being developed in phase 1 clinical trials. It consists of the L- and D-enantiomers of the drug aminopterin, which is also known as AMT.	1
0	Patients received 240mg/@DRUG$ @DRUG$ while continuing on androgen-deprivation therapy.	Patients received 240mg / @DRUG$ @DRUG$ while keep on on androgen-deprivation therapy .	androgen-deprivation received 240mg / @DRUG$ @DRUG$ while continuing on Patients therapy .	Patients received 240mg / @DRUG$ @DRUG$ while continuing on androgen-deprivation therapy .	Patients received 240mg of @DRUG$ while continuing on androgen-deprivation therapy.	1
0	The top 15 most frequently positive allergens were nickel @DRUG$ (19.5%), Myroxylon pereirae (11.0%), neomycin (10.1%), fragrance mix I (9.4%), quaternium-15 (8.6%), cobalt chloride (8.4%), bacitracin (7.9%), formaldehyde (7.7%), methyldibromoglutaronitrile/phenoxyethanol (5.5%), @DRUG$ (5.3%), propolis (4.9%), carba mix (4.5%), potassium dichromate (4.1%), fragrance mix II (3.6%), and methylchloroisothiazolinone/methylisothiazolinone (3.6%).	The pass  most frequently positivistic allergens were ni @DRUG$ ( 19.5 % ) , genus myroxylon pereirae ( 11.0 % ) , neobiotic ( 10.1 % ) , bouquet mix single ( 9.4 % ) , quaternium -  ( 8.6 % ) , atomic number  chloride ( 8.4 % ) , bacitracin ( 7.9 % ) , formaldehyde ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , @DRUG$ ( 5.3 % ) , propolis ( 4.9 % ) , carba mix ( 4.5 % ) , atomic number  bichromate ( 4.1 % ) , bouquet mix II ( 3.6 % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 3.6 % ) .	The top 15 most frequently positive allergens , % @DRUG$ dichromate 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin 7.7 were nickel / , fragrance carba I potassium 9.4 % ) , quaternium - 15 ( 8.6 % ) , cobalt chloride ( 8.4 % ) 10.1 bacitracin ( 7.9 % ) , formaldehyde ( ( % ) , methyldibromoglutaronitrile / ( phenoxyethanol 5.5 % % , @DRUG$ ( 5.3 % , , propolis ( 4.9 ) ) , mix mix ( 4.5 % ) , ( ( ( 4.1 % ) , fragrance mix II ( 3.6 % ) ) and methylchloroisothiazolinone ) methylisothiazolinone ( 3.6 % ) .	The top 15 most frequently positive nickel @DRUG$ ( 19.5 % ) , pereirae ( % ) , neomycin ( 10.1 % ) , fragrance mix ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , cobalt chloride ( 8.4 % ) , ( 7.9 % ) , formaldehyde ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol 5.5 % ) , @DRUG$ ( 5.3 % ) , propolis ( 4.9 % ) carba mix ( 4.5 ) , potassium dichromate ( 4.1 % ) , fragrance mix II ( % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 3.6 % )	The top 15 most frequently positive allergens were nickel @DRUG$ ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I ( 9.4 % ) , quaternium - 15 (	1
0	In recent times three calcium phosphate-based remineralization systems have been developed and are now commercially available: a casein phosphopeptide stabilized amorphous calcium phosphate (Recaldent (@DRUG$-ACP), CASRN691364-49-5), an unstabilized amorphous @DRUG$ phosphate (ACP or Enamelon) and a bioactive glass containing calcium sodium phosphosilicate (NovaMin).	in recent times three calcium phosphate - free base remineralization system have been educate and are now commercially uncommitted : a casein phosphopeptide stabilized amorphous calcium phosphate ( Recaldent ( @DRUG$ - ACP ) , CASRN691364-49-5 ) , an unstabilized amorphous @DRUG$ phosphate ( ACP or Enamelon ) and a bioactive glass containing calcium sodium phosphosilicate ( NovaMin ) .	In recent times three casein phosphate - based remineralization systems have been phosphopeptide and are now commercially available : calcium a developed stabilized amorphous calcium phosphate ( Recaldent ( @DRUG$ - ACP ) ) CASRN691364-49-5 ) , an unstabilized amorphous @DRUG$ phosphate ( ACP or Enamelon ) sodium a bioactive glass containing calcium and phosphosilicate ( NovaMin , .	In recent times three calcium phosphate - based remineralization systems have been developed and are now commercially available : a casein phosphopeptide stabilized calcium phosphate ( Recaldent ( @DRUG$ - ACP ) CASRN691364-49-5 ) , an unstabilized amorphous @DRUG$ phosphate ( ACP or ) a bioactive glass containing calcium sodium phosphosilicate ( NovaMin ) .	@DRUG$ is a calcium phosphate-based remineralization system that is commercially available. It is stabilized by casein phosphopeptides, and it is designed to remineralize teeth by rebuilding the enamel layer. @DRUG$ is an unstabilized amorphous calcium phosphate	0
0	CONCLUSION: High @DRUG$ dosage (800 @DRUG$/day) for the treatment of HIV-associated cryptococcal meningitis was associated with high serum and CSF fluconazole concentration.	CONCLUSION : senior high school @DRUG$ dosage ( 800 @DRUG$ / day ) for the treatment of human immunodeficiency virus - tie in cryptococcal meningitis was tie in with high serum and CSF fluconazole concentration .	CONCLUSION : ) @DRUG$ dosage ( 800 @DRUG$ / associated High for the with of HIV - day cryptococcal meningitis was associated treatment high serum and CSF fluconazole concentration .	CONCLUSION : High @DRUG$ dosage ( @DRUG$ / for the treatment of HIV - associated cryptococcal was associated with high and CSF fluconazole concentration .	High @DRUG$ dosage ( 800 @DRUG$ / day ) for the treatment of HIV - associated cryptococcal meningitis was associated with high serum and CSF fluconazole concentration .	0
1	CONCLUSIONS: A reduced dose of 1.1 and 0.7 @DRUG$/m(2) of @DRUG$ mesylate is recommended for patients with Child-Pugh A or B hepatic impairment, respectively.	CONCLUSIONS : A reduced std of 1.1 and 0.7 @DRUG$ / m( deuce ) of @DRUG$ mesylate is commend for patients with Child - Pugh A or B hepatic impairment , respectively .	CONCLUSIONS : of reduced dose of 1.1 respectively 0.7 @DRUG$ / m( 2 ) A @DRUG$ mesylate and recommended for patients with Child - Pugh A or B hepatic impairment , is .	CONCLUSIONS : A reduced dose of 1.1 and 0.7 @DRUG$ / m( 2 ) of @DRUG$ mesylate is recommended for with Child - Pugh A or B hepatic impairment , respectively .	A reduced dose of 1.1 and 0.7 @DRUG$ / m( 2 ) of @DRUG$ mesylate is recommended for patients with Child - Pugh A or B hepatic impairment , respectively .	0
0	Methylphenidate metabolism, measured as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and @DRUG$ @DRUG$-methylphenidate AUCinf to l-PPA AUCinf, was similar for the three dose groups, indicating that methylphenidate metabolism was not affected by increasing dose.	Methylphenidate metabolism , measured as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and @DRUG$ @DRUG$ - methylphenidate AUCinf to l-PPA AUCinf , was standardized for the trine elvis group , indicating that methylphenidate metabolism was not affected by increasing elvis .	dose metabolism , measured as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and @DRUG$ @DRUG$ - methylphenidate dose to l-PPA metabolism , Methylphenidate similar for the three was groups , indicating that methylphenidate AUCinf was not affected by increasing AUCinf .	Methylphenidate metabolism , measured as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and @DRUG$ @DRUG$ - methylphenidate AUCinf to l-PPA AUCinf was similar for the three dose groups , indicating that methylphenidate metabolism was not affected by increasing dose	Methylphenidate metabolism was not affected by increasing dose.	1
1	Toxic levels of blood @DRUG$ can be rapidly and effectively decreased by intravenous administration of @DRUG$.	Toxic levels of descent @DRUG$ can be rapidly and effectively decreased by intravenous administration of @DRUG$ .	Toxic levels of blood @DRUG$ rapidly be can and effectively decreased by intravenous administration of @DRUG$ .	Toxic levels of @DRUG$ can be rapidly and decreased by intravenous administration of @DRUG$ .	If you have too much @DRUG$ in your blood, you can lower the levels by giving yourself an injection of @DRUG$ .	0
0	Pharmacokinetic interactions of oral @DRUG$ maleate 10 @DRUG$, with food (3566 kJ), single oral doses of prazosin 1 mg and dihydralazine 25 mg, and with a 1 week pretreatment with phenobarbitone 100 mg daily were examined in a randomized crossover study in 12 healthy volunteers.	Pharmacokinetic interactions of viva @DRUG$ maleate 10 @DRUG$ , with food ( 3566 kJ ) , single viva dos of prazosin 1 mg and dihydralazine 25 mg , and with a 1 week pretreatment with phenobarbital 100 mg daily were examined in a randomize crossover canvas in 12 healthy volunteers .	Pharmacokinetic 10 of oral @DRUG$ maleate oral @DRUG$ , with food ( doses kJ ) , single interactions 3566 of prazosin 1 mg and dihydralazine 25 mg crossover and with 12 1 week pretreatment with phenobarbitone 100 mg daily were examined in a randomized , study in a healthy volunteers .	Pharmacokinetic interactions of oral @DRUG$ maleate 10 @DRUG$ , with food ( 3566 kJ ) , oral doses of prazosin 1 mg dihydralazine 25 mg with a 1 pretreatment with phenobarbitone 100 daily were examined a randomized crossover in 12 healthy volunteers .	The pharmacokinetics of @DRUG$ were not affected by the co-administration of food, prazosin, or dihydralazine. However, the co-administration of phenobarbitone resulted in a significant increase in the AUC and Cmax of DRUGA.	1
0	@DRUG$ (Cl(2)-MBP [dichloromethylene bisphosphonic acid], clodronate) is a halogenated non-@DRUG$-containing bisphosphonate with antiresorptive efficacy in a variety of diseases associated with excessive bone resorption.	@DRUG$ ( Cl ( 2 ) - MBP [ dichloromethylene bisphosphonic acid ] , clodronate ) is a halogenated non-@DRUG$ - containing bisphosphonate with antiresorptive efficacy in a smorgasbord of diseases associated with excessive bone up reabsorption .	bisphosphonate ( Cl ( 2 ) - MBP [ dichloromethylene bisphosphonic acid ] in excessive ) is a halogenated non-@DRUG$ - containing @DRUG$ with antiresorptive efficacy , a variety of diseases associated with clodronate bone resorption .	@DRUG$ Cl ( 2 ) - MBP dichloromethylene bisphosphonic acid ] , clodronate ) is a non-@DRUG$ - containing bisphosphonate with antiresorptive efficacy a variety of diseases associated with excessive bone resorption .	@DRUG$ is a drug that is effective in reducing bone resorption, while @DRUG$ is a drug that does not contain any halogens.	0
0	Disposition was studied by administration of a 25 @DRUG$ capsule, labelled with 100 microCi [14C]-@DRUG$, to five men and one woman on a single occasion.	Disposition was studied by administration of a 25 @DRUG$ capsule , labeled with 100 microCi [ 14C ] - @DRUG$ , to five men and unity cleaning lady on a single occasion .	Disposition was studied by administration of a 25 @DRUG$ capsule on labelled with five microCi [ 14C ] - @DRUG$ , to 100 men and one single , a woman occasion .	Disposition was studied by of a 25 @DRUG$ capsule , labelled with 100 microCi [ ] @DRUG$ , five men and one woman on a single occasion .	The disposition of @DRUG$ was studied by administering a 25 capsule labelled with 100 microCi of [14C]-@DRUG$ to five men and one woman on a single occasion.	0
0	Long-term safety and efficacy of @DRUG$ @DRUG$ in patients with focal seizures: results of the 1-year ESLIBASE retrospective study.	Long-term safe and efficacy of @DRUG$ @DRUG$ in patients with focal seizures : results of the 1 - yr ESLIBASE retrospective study .	Long-term of and efficacy safety @DRUG$ @DRUG$ in patients with focal seizures : results of the 1 - study ESLIBASE retrospective year .	Long-term safety and efficacy @DRUG$ @DRUG$ in patients with focal seizures : results of the 1 year ESLIBASE retrospective study .	The long-term safety and efficacy of @DRUG$ in patients with focal seizures is based on the results of the 1-year ESLIBASE retrospective study.	1
0	Kidney cortex is a main target for circulating @DRUG$ (@DRUG$) in complex with transcobalamin (TC).	Kidney cortex is a main target for circulating @DRUG$ ( @DRUG$ ) in coordination compound with transcobalamin ( tc ) .	Kidney cortex is a in target for circulating @DRUG$ main @DRUG$ ) ( complex with transcobalamin ( TC ) .	Kidney cortex a main target for circulating @DRUG$ ( @DRUG$ ) complex with ( TC .	The kidney cortex is a main target for @DRUG$ (@DRUG$) in complex with transcobalamin (TC).	0
0	Based on the findings from clinical trials and field data from free-ranging elk immobilizations, we recommend low-dose BAM (2 mL dose; equivalent to 46 mg butorphanol, 30 mg azaperone, and 18 mg medetomidine) and supplemental oxygen for adult elk; immobilization should be antagonized using 3-5 @DRUG$ atipamezole/mg @DRUG$ and 2 mg/kg tolazoline, with tolazoline injected about 5-10 min before atipamezole to smooth out recovery.	Based on the findings from clinical trials and arena data point from free-ranging american elk immobilizations , we recommend low-dose BAM ( 2 mL dose ; equivalent to xlvi magnesium butorphanol , 30 magnesium azaperone , and 18 magnesium medetomidine ) and supplemental oxygen for adult american elk ; immobilization should be antagonized using trio - 5 @DRUG$ atipamezole / magnesium @DRUG$ and 2 magnesium / kg tolazoline , with tolazoline throw in about 5 - 10 min before atipamezole to tranquil out recovery .	Based 30 the findings from clinical trials and field data from with elk immobilizations immobilization we recommend low-dose BAM ( 2 mL dose ; / to 46 mg , butorphanol on mg azaperone , and 18 mg medetomidine free-ranging and , oxygen for adult elk ; supplemental should ) antagonized using 3 - 5 @DRUG$ atipamezole / mg @DRUG$ and 2 mg equivalent kg tolazoline , be tolazoline injected about 5 - 10 min before atipamezole to smooth out recovery .	Based on the findings from clinical trials and field data from free-ranging elk , we recommend low-dose BAM ( 2 mL dose ; to 46 mg butorphanol , 30 mg azaperone , 18 medetomidine ) and supplemental oxygen for adult elk ; immobilization should be antagonized using 3 - 5 @DRUG$ atipamezole / mg @DRUG$ and 2 mg / kg tolazoline , with tolazoline injected about - 10 min before atipamezole to smooth out recovery .	Low doses of BAM (2 mL dose; equivalent to 46 mg butorphanol, 30 mg azaperone, and 18 mg medetomidine) should be used when immobilizing adult elk, and supplemental oxygen should be given. The immobilization should be reversed using 3-5 DR	1
0	The objectives are as follows: To provide an overview of the analgesic efficacy and associated adverse events of topical analgesics (primarily NSAIDs, rubefacients, @DRUG$, @DRUG$, and opioids) for the treatment of acute and chronic pain in adults.	The objectives are as follows : To provide an overview of the analgesic efficacy and associated adverse events of topical analgesics ( principally nonsteroidal anti inflammatory drug , rubefacients , @DRUG$ , @DRUG$ , and opioids ) for the discourse of acute accent and chronic pain in adults .	The objectives are as follows , To of an overview of the analgesic efficacy and associated @DRUG$ events of topical analgesics ( primarily NSAIDs , rubefacients : adverse , @DRUG$ , and opioids ) for the in provide acute and chronic pain treatment adults .	The objectives are as follows : To an overview of the analgesic efficacy adverse events of topical analgesics ( primarily NSAIDs , rubefacients , @DRUG$ , @DRUG$ , and opioids ) for the treatment of acute and pain in adults .	Topical analgesics (primarily NSAIDs, rubefacients, @DRUG$, and opioids) are effective for the treatment of acute and chronic pain in adults.	1
0	In conclusion, these results demonstrate the use of BI for metabolic induction to be an effective alternative for induction with either PCB or a combination of @DRUG$ and @DRUG$.	In last , these results demonstrate the utilisation of BI for metabolic induction to be an effective alternative for induction with either PCB or a combining of @DRUG$ and @DRUG$ .	In be , these results demonstrate the use of BI for metabolic induction to conclusion and effective alternative for induction or either PCB with a combination of @DRUG$ an @DRUG$ .	conclusion , these results demonstrate the use of BI for to be an effective alternative induction with either or combination of @DRUG$ and @DRUG$ .	BI can be used as an effective alternative to PCB or a combination of @DRUG$ and @DRUG$ for induction.	0
0	Isoeugenyl @DRUG$ is probably metabolized in the skin to isoeugenol and gives positive patch test reactions in 1/3 of @DRUG$-sensitized individuals.	Isoeugenyl @DRUG$ is probably metabolized in the scrape to isoeugenol and gives positive patch quiz reactions in 1/3 of @DRUG$ - sensitized individuals .	in @DRUG$ patch probably metabolized in the skin to isoeugenol and gives positive is test reactions Isoeugenyl 1/3 of @DRUG$ - sensitized individuals .	@DRUG$ is probably metabolized in the to and gives positive patch test reactions in 1/3 of @DRUG$ - sensitized individuals .	Isoeugenyl @DRUG$ is probably metabolized in the skin to isoeugenol. This can cause a positive patch test reaction in 1/3 of @DRUG$ - sensitized individuals .	0
1	"@DRUG$ is a highly lipophilic dopamine-receptor agonist and the first transdermally delivered agent to demonstrate efficacy and safety as monotherapy in early Parkinson's disease and to reduce ""off"" hours in @DRUG$-treated patients with advanced Parkinson's disease."	" @DRUG$ is a extremely lipophilic dopastat -receptor agonist and the first of all transdermally delivered agent to demonstrate efficacy and safety as monotherapy in ahead of time Parkinson 's disease and to reduce " " off " " hours in @DRUG$ - treated patients with advanced Parkinson 's disease . "	" @DRUG$ is a highly lipophilic dopamine -receptor agonist and the - first delivered agent as demonstrate efficacy and safety to monotherapy in early Parkinson 's disease and to reduce " " off " " hours 's @DRUG$ transdermally treated patients with advanced Parkinson in disease . "	" @DRUG$ is a highly lipophilic dopamine -receptor agonist and the first transdermally delivered agent demonstrate efficacy and safety as monotherapy in 's disease and reduce " " " hours @DRUG$ - treated patients with advanced Parkinson 's disease . "	 @DRUG$ is a highly lipophilic dopamine -receptor agonist and the first transdermally delivered agent to demonstrate efficacy and safety as monotherapy in early Parkinson 's disease and to reduce " " off " " hours in @DRUG$ - treated patients with advanced Parkinson 's disease	0
0	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg (-25.6 micromol/L; P=0.001) and 400 @DRUG$ (-19.9 micromol/@DRUG$; P=0.010) compared with placebo (+15.0 micromol/L).	Significant decreases in mean fructosamine denseness from baseline to daylight 15 were observed for alogliptin century atomic number  ( - 25.6 micromol / L ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / @DRUG$ ; P=0.010 ) compared with placebo ( + 15.0 micromol / L ) .	Significant decreases in mean 15.0 concentrations from baseline to day 15 were observed / alogliptin 100 mg ( - 25.6 micromol for L / P=0.001 compared and 400 @DRUG$ ( - 19.9 micromol ; @DRUG$ ; P=0.010 ) ) with placebo ( + fructosamine micromol / L ) .	decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg ( - 25.6 micromol / L ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / @DRUG$ ; P=0.010 ) compared with placebo + 15.0 micromol / L ) .	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg ( - 25.6 micromol / L ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / L ; P=0	1
0	This method has been validated by recovering @DRUG$, sulfachloropyrazine, sulfamethazine, sulfadimethoxine, and @DRUG$ from liver, kidney, and muscle at levels of 0.1, 0.5, and 1.0 ppm.	This method has been validated by retrieve @DRUG$ , sulfachloropyrazine , sulfamethazine , sulfadimethoxine , and @DRUG$ from liver , kidney , and brawniness at horizontal surface of 0.1 , 0.5 , and 1.0 ppm .	This method has been 0.1 by recovering @DRUG$ , sulfachloropyrazine muscle sulfamethazine , sulfadimethoxine from and @DRUG$ , liver , kidney , and , at levels of validated , 0.5 , and 1.0 ppm .	This method has been validated by recovering @DRUG$ , sulfachloropyrazine , sulfamethazine , sulfadimethoxine , and @DRUG$ from liver , kidney , and muscle at levels of , 0.5 , and 1.0 ppm .	The method has been validated by recovering @DRUG$ and @DRUG$ from liver, kidney, and muscle at levels of 0.1, 0.5, and 1.0 ppm.	0
1	When triamcinolone acetonide was induced in the binding medium, inhibition of @DRUG$ binding in the cytosol by testosterone and dihydrotestosterone was potentiated and this may imply that the binding observed in the presence of @DRUG$ acetonide was responsible for the binding of the androgen receptor.	When kenalog acetonide was get in the binding mass medium , inhibition of @DRUG$ binding in the cytosol by testosterone and dihydrotestosterone was potentiated and this may imply that the binding observed in the presence of @DRUG$ acetonide was responsible for the binding of the androgenic hormone receptor .	When in acetonide was induced in the binding that the inhibition of @DRUG$ for triamcinolone the cytosol by testosterone and dihydrotestosterone was potentiated and this may imply medium the binding observed in , presence of @DRUG$ acetonide was responsible binding the binding of the androgen receptor .	When triamcinolone acetonide was induced in the binding medium inhibition of @DRUG$ binding in the by testosterone and dihydrotestosterone was potentiated and this may imply that the binding observed in the presence @DRUG$ acetonide was responsible for the binding of androgen receptor .	When triamcinolone acetonide was induced in the binding medium, the binding of the androgen receptor was potentiated and this may imply that the binding observed in the presence of @DRUG$ acetonide was responsible for the binding of the androgen receptor.	1
0	@DRUG$ had brain area under the curve (0-24 hours) Kp,uu values of 0.03 in mice and 0.11 in rats after a 30 mg/kg @DRUG$.o. dose.	@DRUG$ had brain area under the curve ( 0 - xxiv hours ) kp , uu note value of 0.03 in mice and 0.11 in rats after a 30 mg / kg @DRUG$ .o. dose .	@DRUG$ had , area uu mg curve ( 0 - 24 hours ) Kp brain under values of 0.03 in mice and 0.11 in rats after a 30 the / kg @DRUG$ .o. dose .	@DRUG$ had brain area under curve ( 0 24 hours ) Kp , values of 0.03 in mice and 0.11 in rats after a 30 mg / kg @DRUG$ .o. dose .	The brain area under the curve ( 0 - 24 hours ) Kp , uu values of @DRUG$ were 0.03 in mice and 0.11 in rats after a 30 mg / kg @DRUG$ .o. dose .	0
0	OBJECTIVES: Helium produces preconditioning by activating prosurvival kinases, but the roles of reactive oxygen species (ROS) or mitochondrial @DRUG$-regulated @DRUG$ (K(ATP)) channels in this process are unknown.	OBJECTIVES : atomic number  produces preconditioning by activating prosurvival kinases , but the roles of responsive oxygen specie ( ROS ) or mitochondrial @DRUG$ - regulated @DRUG$ ( K( ATP ) ) channels in this process are unknown .	OBJECTIVES : Helium unknown , by activating prosurvival kinases preconditioning ) the roles of reactive oxygen species ( ROS ) or mitochondrial @DRUG$ - regulated @DRUG$ ( K( ATP ) but channels in this process are produces .	OBJECTIVES Helium preconditioning by activating prosurvival kinases , but the roles of reactive oxygen species ( ROS ) or mitochondrial @DRUG$ - regulated @DRUG$ ( ATP ) ) channels in this process are unknown .	Helium produces preconditioning by activating prosurvival kinases, but the roles of reactive oxygen species (ROS) or mitochondrial @DRUG$-regulated @DRUG$ (K(ATP)) channels in this process are unknown.	0
0	Transdermal @DRUG$/@DRUG$: a review of its use in hormonal contraception.	Transdermal @DRUG$ / @DRUG$ : a review of its habituate in hormonal contraception .	Transdermal @DRUG$ / @DRUG$ : a in of its use review hormonal contraception .	Transdermal @DRUG$ / @DRUG$ : review of its use in contraception .	@DRUG$ is a drug that is used to treat hormonal contraception.	1
0	These efforts led to the second generation of macrolides, including well-known members such @DRUG$ azithromycin and @DRUG$.	These efforts led to the second propagation of macrolides , including easily -known members such @DRUG$ azithromycin and @DRUG$ .	These efforts led to the second macrolides of generation , and well -known members such @DRUG$ azithromycin including @DRUG$ .	These efforts led to the second generation of macrolides , including well -known members such @DRUG$ azithromycin and @DRUG$ .	The second generation of macrolides, including well-known members such as azithromycin and erythromycin, was developed as a result of these efforts.	1
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 @DRUG$/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/@DRUG$.	In comparative trial run in the management of hypertension , the combination of mavik 1 or 2 @DRUG$ / d and verapamil ER 180 mg /d was statistically indistinguishable from or superordinate to the combinations of tenormin 50 or 100 mg /d positive thalidone 12.5 or 25 mg /d , capoten 50 mg / d positive HCTZ 25 mg /d , lisinopril 20 mg / d positive HCTZ 12.5 mg /d , and lopressor 100 mg / d positive HCTZ 12.5 mg / @DRUG$ .	In to trials in the management of hypertension , the combination of comparative metoprolol or 2 @DRUG$ / d and verapamil d 180 mg /d was statistically indistinguishable from or superior mg the combinations of atenolol 50 or trandolapril plus /d plus chlorthalidone 12.5 or 25 100 /d , captopril 50 mg / d plus HCTZ 25 mg /d , lisinopril 20 mg plus d mg HCTZ 12.5 mg /d , and 1 100 mg / ER / HCTZ 12.5 mg / @DRUG$ .	In comparative trials in the management of hypertension , the combination of trandolapril 1 2 @DRUG$ / d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ mg /d lisinopril 20 mg / d plus HCTZ 12.5 mg /d , and metoprolol 100 mg / d plus HCTZ 12.5 mg / @DRUG$ .	The combination of trandolapril 1 or 2 @DRUG$ / d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d	1
0	Two intramuscular injections totaling 3 U/kg body weight during the first 30 hours of treatment lowered the plasma urate level from 910 to 190 mumol/@DRUG$ (15.3 to 3.2 mg/dL), after which a dose of 2 U/kg every 5 to 6 days maintained the plasma @DRUG$ level at 540 mumol/L (9 mg/dL) or lower.	Two intramuscular shot totaling 3 U / kg personify weight down during the first 30 hours of treatment frown the plasm urate level from 910 to 190 mumol / @DRUG$ ( 15.3 to 3.2 mg / dL ) , after which a dose of  U / kg every 5 to 6 days maintained the plasm @DRUG$ level at 540 mumol / L ( nine mg / dL ) or lower .	Two intramuscular kg totaling 3 U / / body weight during the first 30 hours of treatment lowered the plasma urate level from 6 to 190 mumol after @DRUG$ ( 15.3 to 3.2 mg / dL ) a / lower , dose of 2 U / 910 every 5 to injections days maintained the plasma @DRUG$ level at 540 mumol kg L ( 9 mg / dL ) or which .	Two intramuscular injections totaling 3 U / kg body weight during first 30 hours of treatment lowered the urate level from to 190 mumol / @DRUG$ ( to 3.2 mg / dL ) , after which dose 2 / kg every 5 to 6 days maintained the plasma @DRUG$ level at 540 mumol / L ( 9 mg / dL ) lower .	@DRUG$ lowered the plasma urate level from 910 to 190 mumol / L ( 15.3 to 3.2 mg / dL ) . After that, a dose of 2 U / kg every 5 to 6 days maintained the plasma @DRUG$ level at 540 mumol / L	0
0	No simultaneous reactions or cross-reactions were shown to @DRUG$, @DRUG$-tert-butylphenol, p-tert-butylcatechol, 2(3)-tert-butyl-4-hydroxyanisole (BHA) or 3,5-di-tert-butyl-4-hydroxytoluene (BHT).	nobelium coincident reactions or cross-reactions were shown to @DRUG$ , @DRUG$ - tert- butylphenol , p-tert- butylcatechol , 2 ( triplet ) - tert-butyl-4-hydroxyanisole ( BHA ) or 3,5- di-tert-butyl-4-hydroxytoluene ( BHT ) .	No simultaneous reactions or cross-reactions were tert-butyl-4-hydroxyanisole to @DRUG$ , @DRUG$ - tert- ( , p-tert- butylcatechol , 2 butylphenol 3 ) - BHT ( BHA ) or 3,5- di-tert-butyl-4-hydroxytoluene ( shown ) .	No simultaneous reactions or were shown to @DRUG$ , @DRUG$ - tert- butylphenol , p-tert- butylcatechol , 2 ( 3 ) - ( BHA 3,5- di-tert-butyl-4-hydroxytoluene ( BHT ) .	No simultaneous reactions or cross-reactions were shown to @DRUG$ or @DRUG$ .	0
0	A randomized, controlled, dose-guiding study of the oral direct @DRUG$ inhibitor @DRUG$ compared with standard therapy for the treatment of acute deep vein thrombosis: THRIVE I.	A randomized , controlled , dose- guiding study of the oral direct @DRUG$ inhibitor @DRUG$ compared with standard therapy for the discussion of penetrating deep vena thrombosis : THRIVE I .	A randomized , I , dose- controlled study of the oral direct @DRUG$ inhibitor @DRUG$ compared guiding standard therapy for the treatment of acute deep vein thrombosis : THRIVE with .	A randomized , controlled , dose- study of the oral direct @DRUG$ inhibitor @DRUG$ with standard therapy for the treatment of acute deep vein thrombosis : THRIVE .	A study that compared the effectiveness of a new drug (@DRUG$) with standard therapy for the treatment of a medical condition (deep vein thrombosis).	1
0	Based on these characterization studies, including C-11 labeled @DRUG$ (DMI), 2-hydroxydesipramine (HDMI), talopram, talsupram, nisoxetine (Nis), oxaprotiline (Oxap), lortalamine (Lort) and C-11 and @DRUG$-18 derivatives of reboxetine (RB), methylreboxetine (MRB) and their individual (R, R) and (S, S) enantiomers, in conjunction with studies with radiolabeled 4-iodo-tomoxetine and 2-iodo-nisoxetine, we have identified the superiority of (S, S)-[(11)C]MRB and the suitability of the MRB analogs as potential NET ligands for PET.	Based on these characterization studies , including C-11 label @DRUG$ ( DMI ) , 2-hydroxydesipramine ( HDMI ) , talopram , talsupram , nisoxetine ( ni ) , oxaprotiline ( Oxap ) , lortalamine ( Lort ) and C-11 and @DRUG$ - 18 derivatives of edronax ( RB ) , methylreboxetine ( MRB ) and their person ( gas constant , gas constant ) and ( siemens , siemens ) enantiomers , in concurrence with studies with radiolabeled quaternity - iodo - tomoxetine and 2 - iodo - nisoxetine , we have identified the superiority of ( siemens , siemens ) - [ ( 11 ) light speed ] MRB and the suitability of the MRB analogue as potentiality NET ligand for PET .	Based on these the studies , including characterization labeled @DRUG$ ( DMI ) , 2-hydroxydesipramine ( HDMI ) - we enantiomers talsupram , nisoxetine C-11 Nis ) , oxaprotiline ( Oxap ) , lortalamine and Lort ) and C-11 and @DRUG$ - 18 derivatives of reboxetine ( , ) , methylreboxetine ( MRB , and their individual ( R , R ) ( ( S , S ) , RB in C with studies with radiolabeled 4 - iodo - tomoxetine and - - iodo 2 nisoxetine , talopram have identified ( superiority of ( S , S ) ) [ ( 11 ) conjunction ] MRB and the suitability of the MRB analogs as potential NET ligands for PET .	Based on these characterization studies , including C-11 labeled @DRUG$ ( DMI ) , 2-hydroxydesipramine ( HDMI ) , talopram , talsupram , nisoxetine ( Nis ) , oxaprotiline ( Oxap , lortalamine ( Lort and C-11 and @DRUG$ - 18 derivatives of ( RB ) , methylreboxetine ( ) and their individual ( R R ) and ( S S ) enantiomers , in conjunction with studies with radiolabeled 4 - - and 2 - iodo - nisoxetine , we have the superiority of ( S , S ) - [ ( 11 ) C ] MRB and the suitability of the MRB analogs as potential NET ligands for PET .	Based on these characterization studies, including C-11 labeled @DRUG$ (DMI), 2-hydroxydesipramine (HDMI), talopram, talsupram, nisoxetine (Nis), oxaprotiline (Oxap), lortal	1
0	In addition to elucidating our understanding of the effects of iodine/iodide on breast cancer, this work suggests that @DRUG$/iodide may be useful @DRUG$ an adjuvant therapy in the pharmacologic manipulation of the estrogen pathway in women with breast cancer.	In add on to elucidating our understanding of the effects of iodine / iodide on breast cancer , this work suggests that @DRUG$ / iodide may be useful @DRUG$ an ancillary therapy in the pharmacologic handling of the estrogen pathway in adult female with breast cancer .	In addition to elucidating our understanding of the adjuvant of iodine / iodide on breast cancer , this work suggests that @DRUG$ / iodide may pharmacologic useful @DRUG$ an effects therapy be the in in of the estrogen pathway manipulation women with breast cancer .	In addition elucidating our understanding of the of iodine / iodide on breast cancer , this work suggests that @DRUG$ / iodide may be useful @DRUG$ an adjuvant therapy in the pharmacologic manipulation of the estrogen pathway in women with breast cancer .	@DRUG$ / iodide may be useful @DRUG$ an adjuvant therapy in the pharmacologic manipulation of the estrogen pathway in women with breast cancer .	0
1	Although 3-day intravenous therapy with @DRUG$ 7.5 mg/kg/day has shown superior efficacy to rehydration and forced diuresis in the management of hypercalcaemia of malignancy, the efficacy of the drug is lower than that of the newer bisphosphonates, @DRUG$ and clodronic acid.	Although 3 - day intravenous therapy with @DRUG$ 7.5 mg / kg / day has shown superior efficacy to rehydration and impel diuresis in the direction of hypercalcaemia of malignity , the efficacy of the drug is lower than that of the modern bisphosphonates , @DRUG$ and clodronic superman .	Although 3 - day intravenous therapy with @DRUG$ 7.5 has diuresis kg / day of shown superior efficacy to rehydration the forced / in the management of hypercalcaemia of malignancy mg the efficacy of the drug is lower than that , and newer bisphosphonates , @DRUG$ and clodronic acid .	3 day intravenous therapy with @DRUG$ 7.5 mg / kg day has shown superior efficacy to rehydration and forced diuresis in the management of hypercalcaemia of malignancy , efficacy of the drug is lower than that of the newer bisphosphonates , @DRUG$ and clodronic .	@DRUG$ is less effective than @DRUG$ in treating hypercalcaemia of malignancy.	0
0	Safety and efficacy of a lipid emulsion containing a mixture of @DRUG$ oil, medium-chain triglycerides, @DRUG$ oil, and fish oil: a randomised, double-blind clinical trial in premature infants requiring parenteral nutrition.	Safety and efficacy of a lipid emulsion containing a mixture of @DRUG$ oil , medium -chain triglycerides , @DRUG$ oil , and fish oil : a randomise , image - screen clinical test in premature infants requiring parenteral nutrition .	Safety and efficacy of a lipid emulsion a randomised mixture of @DRUG$ oil , -chain medium triglycerides , @DRUG$ oil , and fish oil : containing a , double - blind trial clinical in premature infants requiring parenteral nutrition .	Safety and efficacy of a lipid containing a mixture of @DRUG$ oil -chain triglycerides , @DRUG$ oil , and fish oil a randomised , double - blind clinical in premature infants requiring parenteral nutrition .	The safety and efficacy of a lipid emulsion containing a mixture of @DRUG$ oil, medium-chain triglycerides, @DRUG$ oil, and fish oil has been studied in a randomised, double-blind clinical trial in premature infants requiring parenteral nutrition.	0
0	A HPLC method with diode-array detection, at 265 nm, was developed and validated for the determination of ten sulfonamides (SAs): sulfadiazine (SDZ), sulfathiazine (STZ), sulfamethoxine (SMTH), sulfamethizole (@DRUG$), sulfamethoxypyridazine (SMPZ), sulfamonomethoxine (SMMX), sulfamethoxazole (SMXZ), sulfisoxazole (SIX), @DRUG$ (SDMX), and sulfaquinoxaline (SQX) in milk.	axerophthol HPLC method acting with diode-array detecting , at 265 nm , was recrudesce and formalise for the finding of ten sulfa drug ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( @DRUG$ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX ) , sulfamethoxazole ( SMXZ ) , sulfisoxazole ( SIX ) , @DRUG$ ( SDMX ) , and sulfaquinoxaline ( SQX ) in milk .	, HPLC method for diode-array and , at 265 nm , was developed and validated with the sulfaquinoxaline of ten SIX ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( determination ) , sulfamethoxine ( SMTH ) , sulfamethizole ( @DRUG$ ) , sulfamethoxypyridazine ( SMPZ ) ) sulfamonomethoxine ( SMMX ) , sulfamethoxazole ( SMXZ ) A sulfisoxazole ( sulfonamides ) , @DRUG$ ( SDMX ) , detection STZ ( SQX , in milk .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( @DRUG$ ) , sulfamethoxypyridazine ( SMPZ ) , ( SMMX ) , sulfamethoxazole ( SMXZ ) , sulfisoxazole ( ) , @DRUG$ ( SDMX ) , sulfaquinoxaline ( SQX ) in .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH )	1
0	The present study was conducted to determine, in lactating women, whether oral galactose is directly incorporated from plasma @DRUG$ into @DRUG$ and galactose in milk lactose or via conversion of galactose to glucose in the liver.	The present study was conducted to determine , in give suck women , whether oral brain sugar is directly incorporated from plasma @DRUG$ into @DRUG$ and brain sugar in milk milk sugar or via conversion of brain sugar to glucose in the liver .	The present study was in to determine , conducted lactating women , whether oral galactose is directly incorporated from into @DRUG$ plasma @DRUG$ and galactose in milk liver or via conversion of galactose to glucose in the lactose .	The present study was conducted to determine , in lactating women , whether oral galactose is directly incorporated from plasma @DRUG$ into @DRUG$ and in milk or conversion of galactose to glucose in the .	The present study was conducted to determine whether oral galactose is directly incorporated from plasma @DRUG$ into @DRUG$ and galactose in milk lactose or via conversion of galactose to glucose in the liver ."In other words, DRUGA and DRUGB are related	0
0	The odds of receiving spironolactone while taking drospirenone were 2.66 (95%CI 2.53-2.80) times higher than the odds of receiving @DRUG$ and @DRUG$.	The odds of receiving spironolactone while taking drospirenone were 2.66 (  %  2.53 - 2.80 ) times higher than the odds of receiving @DRUG$ and @DRUG$ .	The odds of spironolactone receiving while the drospirenone were 2.66 ( 95 % CI 2.53 - 2.80 ) times higher than taking odds of receiving @DRUG$ and @DRUG$ .	The odds receiving spironolactone while taking drospirenone were 2.66 ( 95 % CI - ) times higher than the odds of @DRUG$ and @DRUG$ .	The odds of receiving spironolactone while taking drospirenone were 2.66 ( 95 % CI 2.53 - 2.80 ) times higher than the odds of receiving @DRUG$ and @DRUG$ .	0
0	Three triple-drug combination medications have also been introduced recently: Exforge HCT (@DRUG$/@DRUG$/HCTZ), Tribenzor (olmesartan/amlodipine/HCTZ), and Amturnide (aliskiren/amlodipine/hydrocholorothiazide).	troika triple- drug combination medications have as well been premise of late : Exforge HCT ( @DRUG$ / @DRUG$ / HCTZ ) , Tribenzor ( olmesartan / amlodipine / HCTZ ) , and Amturnide ( aliskiren / amlodipine / hydrocholorothiazide ) .	Three triple- drug combination medications have also been introduced ( / Exforge HCT recently @DRUG$ / @DRUG$ / HCTZ , , amlodipine ( olmesartan / amlodipine / HCTZ ) ) and Amturnide ( aliskiren : Tribenzor / hydrocholorothiazide ) .	Three triple- drug medications have also been recently : Exforge HCT ( @DRUG$ / @DRUG$ / HCTZ ) , Tribenzor ( / amlodipine / HCTZ , and Amturnide ( aliskiren / amlodipine hydrocholorothiazide ) .	Three triple- drug combination medications have also been introduced recently : Exforge HCT ( @DRUG$ / @DRUG$ / HCTZ ) , Tribenzor ( olmesartan / amlodipine / HCTZ ) , and Amturnide ( aliskiren / am	0
0	Neutrophil infiltration (indicated by myeloperoxidase activity in the mucosa) was associated with up-regulation of ICAM-1 and expression of @DRUG$-selectin and high levels of @DRUG$.	Neutrophil percolation ( indicated by myeloperoxidase activity in the mucosa ) was associated with up-regulation of ICAM - ane and expression of @DRUG$ - selectin and high gear levels of @DRUG$ .	Neutrophil infiltration ( indicated by myeloperoxidase activity in the with ) associated high mucosa up-regulation of ICAM - 1 and expression of @DRUG$ - selectin and was levels of @DRUG$ .	Neutrophil ( indicated by activity in the mucosa ) was associated with up-regulation ICAM 1 expression of @DRUG$ - selectin and high levels of @DRUG$ .	The presence of @DRUG$ was associated with increased levels of @DRUG$ .	0
0	Following a single im injection of 32.8 mg testosterone enanthate or 32.7 mg dihydrotestosterone-enanthate, i.e. 23.6 @DRUG$ of pure steroid, in the orchidectomized cynomolgus monkeys, serum @DRUG$ and dihydrotestosterone levels rose to 400 and 800% of baseline, respectively, within 24 h. Androgen levels remained in that range for 3-5 days followed by a continuous decline until baseline values were attained after 4-5 weeks.	keep abreast a exclusive im injection of 32.8 mg testosterone enanthate or 32.7 mg dihydrotestosterone -enanthate , i.e. 23.6 @DRUG$ of pure steroid , in the orchidectomized cynomolgus monkeys , serum @DRUG$ and dihydrotestosterone levels rose to four hundred and 800 % of baseline , respectively , within 24 h. Androgen levels remained in that crop for 3 -  days travel along by a uninterrupted decline until baseline values were attained after 4 -  weeks .	Following a single im injection of 32.8 mg testosterone enanthate or serum until dihydrotestosterone -enanthate , to 23.6 @DRUG$ of pure mg , in the orchidectomized by monkeys , 32.7 @DRUG$ and dihydrotestosterone levels rose i.e. 400 , 800 % of baseline and a , within 24 h. Androgen levels remained in that range for 3 - 5 days followed cynomolgus respectively continuous decline steroid baseline values were attained after 4 - 5 weeks .	Following a single im injection of 32.8 testosterone enanthate or 32.7 mg dihydrotestosterone -enanthate , 23.6 @DRUG$ of pure steroid in the orchidectomized cynomolgus monkeys , serum @DRUG$ and dihydrotestosterone levels rose to 400 and 800 % of baseline , respectively , 24 h. Androgen levels remained in range for - days followed by a continuous until baseline values were attained 4 - weeks .	Following a single injection of testosterone enanthate or dihydrotestosterone enanthate, serum levels of @DRUG$ and dihydrotestosterone rose to 400 and 800% of baseline, respectively, within 24 hours. Androgen levels remained in that range for 3-5 days followed by	1
0	Experience with @DRUG$ is more developed in children using intramuscular injection, while experience with @DRUG$ is greater in adults with perineural injection.	Experience with @DRUG$ is more developed in tyke using intramuscular injection , while experience with @DRUG$ is greater in adult with perineural injection .	Experience adults @DRUG$ is more developed in children using with injection , while experience intramuscular @DRUG$ is greater in with with perineural injection .	Experience with @DRUG$ is developed in children using intramuscular injection , while experience with @DRUG$ is greater in with perineural injection .	@DRUG$ is more commonly used in children, while @DRUG$ is more commonly used in adults.	0
1	METHODS: Each woman received 200 mg mifepristone and 36-48 hours later either 1 @DRUG$ gemeprost vaginal pessary every 6 hours for 18 hours or 4 x 200 microg misoprostol tablets vaginally followed by 2 x 200 microg @DRUG$ tablets orally every 3 hours for 12 hours.	method acting : Each woman received 200 mg mifepristone and 36 -  hours belated either 1 @DRUG$ gemeprost vaginal pessary every 6 hours for 18 hours or 4 decade 200 microg misoprostol tablets vaginally followed by 2 decade 200 microg @DRUG$ tablets by word of mouth every 3 hours for 12 hours .	METHODS : every woman received 200 mg - by 36 mifepristone 48 4 later either 1 @DRUG$ gemeprost vaginal pessary Each 6 hours for 18 hours or hours x 200 microg misoprostol tablets vaginally followed and 2 x 200 microg @DRUG$ tablets orally every 3 hours for 12 hours .	METHODS : Each woman received 200 mg mifepristone and 36 - 48 later either 1 @DRUG$ gemeprost vaginal pessary every 6 hours for 18 hours or 4 x 200 microg misoprostol tablets vaginally followed by 2 x 200 @DRUG$ tablets orally every 3 hours for 12 hours .	Each woman received 200 mg mifepristone and 36 - 48 hours later either 1 @DRUG$ gemeprost vaginal pessary every 6 hours for 18 hours or 4 x 200 microg misoprostol tablets vaginally followed by 2 x 200 microg @DRUG$ tablets orally every	0
0	In vitro, the minimum concentration that completely inhibited growth of dermatophytes (MIC) and the minimum fungicidal concentrations (MFC) for butenafine against T. mentagrophytes and M. canis were similar (0.012 to 0.05 @DRUG$/@DRUG$) and were 4 to 130 times lower than those for naftifine, tolnaftate, clotrimazole and bifonazole.	inch vitro , the minimum concentration that completely inhibited ontogenesis of dermatophytes ( MIC ) and the minimum antifungal engrossment ( MFC ) for butenafine against T. mentagrophytes and M. canis were like ( 0.012 to 0.05 @DRUG$ / @DRUG$ ) and were 4 to 130 times lower than those for naftifine , tolnaftate , clotrimazole and bifonazole .	In vitro , were minimum naftifine that completely butenafine growth of dermatophytes ( MIC ) and ( minimum fungicidal concentrations the concentration ) for inhibited against T. mentagrophytes and M. canis the similar ( 0.012 to 0.05 @DRUG$ / @DRUG$ ) and were 4 to 130 times lower than those for MFC , tolnaftate , clotrimazole and bifonazole .	In vitro , the concentration that completely inhibited growth ( MIC ) and the minimum fungicidal concentrations ( MFC ) for butenafine against T. mentagrophytes and M. canis were similar ( 0.012 to 0.05 @DRUG$ / @DRUG$ and were 4 to 130 times lower than those naftifine , tolnaftate , clotrimazole and bifonazole .	The minimum concentration that completely inhibited growth of dermatophytes ( MIC ) and the minimum fungicidal concentrations ( MFC ) for butenafine against T. mentagrophytes and M. canis were similar ( 0.012 to 0.05 @DRUG$ / @DRUG$ )	0
0	In short-term evaluations (eight to ten days after therapy), 0.4% terconazole cream was @DRUG$ effective as 2.0% @DRUG$ nitrate cream and significantly superior microbiologically in one study.	In short - term evaluations ( ogdoad to ten day after therapy ) , 0.4 % terconazole cream was @DRUG$ effective as 2.0 % @DRUG$ nitrate cream and importantly superior microbiologically in one study .	In short - term evaluations ( eight to ten days after therapy ) microbiologically 0.4 % significantly cream was @DRUG$ effective one 2.0 % @DRUG$ nitrate cream and terconazole superior , in as study .	In short - ( eight to ten days after therapy ) % terconazole cream was @DRUG$ effective as % @DRUG$ nitrate cream and significantly superior microbiologically in one study .	In short - term evaluations ( eight to ten days after therapy ) , 0.4 % terconazole cream was @DRUG$ effective as 2.0 % @DRUG$ nitrate cream and significantly superior microbiologically in one study .	0
0	A novel, potent, and selective 5-HT(7) antagonist: (@DRUG$)-3-(2-(2-(4-methylpiperidin-1-yl)ethyl)pyrrolidine-1-sulfonyl) phen ol (@DRUG$).	A novel , potent , and selective 5 - HT ( vii ) antagonist : ( @DRUG$ ) -3-( 2-( deuce -( 4- methylpiperidin-1-yl ) ethyl group ) pyrrolidine-1-sulfonyl ) phen ol ( @DRUG$ ) .	A novel 2 : , and selective 5 - HT ( 7 ) antagonist potent pyrrolidine-1-sulfonyl @DRUG$ ) -3-( 2-( , -( 4- methylpiperidin-1-yl ) ethyl ) ( ) phen ol ( @DRUG$ ) .	A novel , potent , and selective 5 HT ( 7 ) antagonist : ( @DRUG$ -3-( 2-( 2 -( 4- methylpiperidin-1-yl ethyl ) pyrrolidine-1-sulfonyl ) phen ol ( @DRUG$ ) .	@DRUG$ is a novel, potent, and selective 5-HT (7) antagonist: (DRUGA) -3-(2-(2-((4-methylpiperidin-1-yl)ethyl)pyrrolidine-1-sulfonyl)phenol	1
0	Compared with the control group, the DDVP-treated group showed statistically significantly increased intensities of indoxyl sulfate, estrone sulfate, cholic acid, deoxycholic acid, p-cresol, p-cresol sulfate, and orotic acid but decreased intensities of suberic acid, @DRUG$, @DRUG$, hippuric acid, taurine, phosphocreatine, 3-hydroxyanthranilic acid, and kynurenic acid.	compare with the see to it chemical group , the DDVP - treated chemical group showed statistically importantly increased vividness of indoxyl sulfate , estrone sulfate , cholic acid , deoxycholic acid , p-cresol , p-cresol sulfate , and orotic acid but decreased vividness of suberic acid , @DRUG$ , @DRUG$ , hippuric acid , taurine , phosphocreatine ,  - hydroxyanthranilic acid , and kynurenic acid .	Compared with the control group , acid DDVP - treated group showed the , increased intensities of indoxyl sulfate , estrone sulfate , cholic acid , deoxycholic acid , p-cresol , p-cresol sulfate , and orotic acid but decreased intensities of suberic acid , @DRUG$ and @DRUG$ , hippuric acid , taurine , phosphocreatine , 3 - hydroxyanthranilic statistically , significantly kynurenic acid .	Compared with the control , the DDVP - treated group showed significantly increased intensities of indoxyl sulfate , estrone sulfate , acid , deoxycholic acid , , p-cresol sulfate , and orotic acid but decreased intensities of suberic acid , @DRUG$ , @DRUG$ , hippuric acid , taurine , phosphocreatine , 3 hydroxyanthranilic acid , and kynurenic acid .	Compared with the control group, the DDVP-treated group showed statistically significantly increased intensities of indoxyl sulfate, estrone sulfate, cholic acid, deoxycholic acid, p-cresol, p-cresol sulfate, and orotic acid but	1
0	Final report on the safety assessment of aluminum silicate, calcium silicate, magnesium @DRUG$ silicate, magnesium silicate, magnesium trisilicate, sodium magnesium silicate, zirconium silicate, attapulgite, bentonite, Fuller's earth, hectorite, kaolin, lithium magnesium silicate, lithium magnesium sodium silicate, @DRUG$, pyrophyllite, and zeolite.	final exam report card on the safety appraisal of al silicate , calcium silicate , magnesium @DRUG$ silicate , magnesium silicate , magnesium trisilicate , sodium magnesium silicate , zirconium silicate , attapulgite , bentonite , Fuller 's earth , hectorite , kaoline , lithium magnesium silicate , lithium magnesium sodium silicate , @DRUG$ , pyrophyllite , and zeolite .	Final report on the safety assessment of aluminum silicate , calcium silicate , magnesium @DRUG$ silicate , magnesium , earth magnesium trisilicate , sodium magnesium , , zirconium silicate , attapulgite , bentonite , Fuller 's , silicate hectorite , kaolin , lithium magnesium silicate , lithium sodium magnesium silicate , @DRUG$ , pyrophyllite silicate and zeolite .	Final report on the safety assessment of aluminum silicate , calcium silicate , magnesium @DRUG$ silicate , magnesium silicate , magnesium trisilicate , sodium magnesium silicate , zirconium silicate , attapulgite bentonite , Fuller 's earth , hectorite , kaolin , lithium magnesium silicate , lithium magnesium sodium silicate , @DRUG$ , pyrophyllite , and zeolite .	@DRUG$ is a mineral that is used in many different products, including drugs. @DRUG$ is a mineral that is also used in many different products, including drugs.	0
0	The top 15 most frequently positive allergens were nickel sulfate (19.5%), Myroxylon pereirae (11.0%), neomycin (10.1%), fragrance mix I (9.4%), quaternium-15 (8.6%), cobalt chloride (8.4%), bacitracin (7.9%), @DRUG$ (7.7%), methyldibromoglutaronitrile/phenoxyethanol (5.5%), @DRUG$ (5.3%), propolis (4.9%), carba mix (4.5%), potassium dichromate (4.1%), fragrance mix II (3.6%), and methylchloroisothiazolinone/methylisothiazolinone (3.6%).	The tip 15 most often positive allergen were atomic number  sulfate ( 19.5 % ) , genus myroxylon pereirae ( 11.0 % ) , fradicin ( 10.1 % ) , redolence conflate atomic number  ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , co chloride ( 8.4 % ) , bacitracin ( 7.9 % ) , @DRUG$ ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , @DRUG$ ( 5.3 % ) , propolis ( 4.9 % ) , carba conflate ( 4.5 % ) , atomic number  dichromate ( 4.1 % ) , redolence conflate II ( 3.6 % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 3.6 % ) .	The top 15 most frequently positive allergens were nickel sulfate ( 19.5 , ) % Myroxylon pereirae ( 11.0 5.5 ) , neomycin ( 10.1 % ) , II mix , ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , cobalt chloride ( 8.4 % ) , bacitracin ( 7.9 % ) , @DRUG$ ( 7.7 ( fragrance , methyldibromoglutaronitrile / phenoxyethanol % % % ) , @DRUG$ ) 5.3 % ) , propolis % 4.9 % ) , carba mix ( 4.5 ( ) , potassium dichromate ( 4.1 % ( I ) mix fragrance ( 3.6 % ) methylchloroisothiazolinone and , / methylisothiazolinone ( 3.6 % ) .	The 15 most frequently allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( % ) fragrance mix I ( 9.4 % ) , quaternium - 15 ( 8.6 ) , cobalt chloride 8.4 , ( 7.9 % ) , @DRUG$ ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , @DRUG$ ( % ) , propolis ( 4.9 % ) , carba mix ( 4.5 % ) , potassium dichromate 4.1 % ) , fragrance II ( 3.6 % ) , and methylchloroisothiazolinone / ( 3.6 % ) .	The top 15 most frequently positive allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I ( 9.4 % ) , quaternium - 15 ( 8	1
0	All patients enrolled had essential hypertension and underwent a placebo run-in period of 2 weeks before randomization to either lercanidipine tablets 10-20 @DRUG$ once daily or @DRUG$ tablets 50-100 mg once daily.	entirely patients enrolled had essential hypertension and underwent a placebo run-in period of two calendar week before randomization to either lercanidipine tablets 10 - 20 @DRUG$ once daily or @DRUG$ tablets 50 - 100 mg once daily .	All patients enrolled had essential hypertension and once a placebo daily period of 2 weeks before randomization to either lercanidipine tablets 10 - 20 @DRUG$ once run-in or @DRUG$ tablets 50 daily 100 mg underwent - .	All patients enrolled had essential hypertension and underwent placebo run-in period of weeks before randomization to either lercanidipine tablets 10 20 @DRUG$ daily @DRUG$ tablets 50 - 100 mg once daily .	All patients enrolled had essential hypertension and underwent a placebo run-in period of 2 weeks before randomization to either lercanidipine tablets 10 - 20 mg once daily or 50 - 100 mg once daily .	1
0	Sixteen healthy subjects received 250 mg relebactam with 500 mg @DRUG$-@DRUG$, given intravenously every 6 h for 5 doses, and were randomized to bronchoscopy/bronchoalveolar lavage at 0.5, 1, 1.5, or 3 h after the last dose (4 subjects per time point).	Sixteen healthy subjects received 250 mg relebactam with 500 mg @DRUG$ - @DRUG$ , given intravenously every 6 total heat for quintuplet doses , and were randomize to bronchoscopy / bronchoalveolar lavage at 0.5 , i , 1.5 , or 3 total heat after the last dose ( 4 subjects per time show ) .	Sixteen healthy subjects received 250 mg relebactam with 500 mg @DRUG$ the @DRUG$ doses given intravenously every 6 h for 5 , , and were randomized to bronchoscopy / - lavage at 0.5 , 1 , after , or 3 h 1.5 bronchoalveolar last dose ( 4 subjects per time point ) .	Sixteen healthy subjects received 250 mg relebactam with 500 mg @DRUG$ - @DRUG$ , given intravenously every 6 h for 5 doses , were randomized to bronchoalveolar lavage at 0.5 , 1 , , or 3 after the dose ( 4 subjects per time point ) .	Sixteen healthy subjects received 250 mg relebactam with 500 mg @DRUG$ - @DRUG$ , given intravenously every 6 h for 5 doses . They were then randomized to bronchoscopy / bronchoalveolar lavage at 0.5 , 1 , 1.5 ,	0
1	Furthermore, the inhibitory potency of @DRUG$ did not vary when measured on @DRUG$ receptors from different brain regions or with different subunit compositions.	furthermore , the inhibitory potency of @DRUG$ did not vary when measured on @DRUG$ receptors from different brain regions or with different fractional monetary unit compositions .	Furthermore , the inhibitory potency of @DRUG$ did not vary different measured on @DRUG$ receptors from different brain compositions or with when subunit regions .	Furthermore the inhibitory potency of @DRUG$ did not vary when measured on @DRUG$ receptors different brain or with different subunit compositions	The inhibitory potency of @DRUG$ did not vary when measured on @DRUG$ receptors from different brain regions or with different subunit compositions .	0
0	The results suggest that edotecarin may serve as effective chemotherapy of colon cancer when used as a single agent, in combination with standard regimens and other topoisomerase inhibitors or with novel agents, such @DRUG$ the multitargeted @DRUG$ kinase inhibitor SU11248.	The results advise that edotecarin may serve as effective chemotherapy of colon cancer when used as a single agent , in compounding with standard regime and other topoisomerase inhibitors or with new agents , such @DRUG$ the multitargeted @DRUG$ kinase inhibitor SU11248 .	The results suggest that edotecarin may serve as effective chemotherapy of agent cancer when used as a , colon , with combination in standard regimens with other topoisomerase inhibitors or and novel agents single such @DRUG$ the multitargeted @DRUG$ kinase inhibitor SU11248 .	The results suggest that edotecarin may as effective chemotherapy of colon cancer when used as a single agent , in with standard regimens and other topoisomerase inhibitors or with novel such @DRUG$ the multitargeted @DRUG$ kinase inhibitor SU11248 .	Edotecarin may be an effective chemotherapy drug for colon cancer when used as a single agent, in combination with other standard treatments, or with novel agents such as the multitargeted kinase inhibitor SU11248.	1
1	These include anti-amyloid antibodies, active immunisation, selective secretase inhibitors and modulators, microtubule stabilisers (e.g., paclitaxel), R-@DRUG$, xaliproden, ONO-2506, FK962 (somatostatin releaser), SGS 742 (GABA(B) antagonist), TCH 346 (apoptosis inhibitor), Alzhemedtrade mark, phophodiesterase inhibitors, rosiglitazone, leuprolide, interferons, metal-protein attenuating compounds (e.g., PBT2), CX717, rasagaline, huperzine A, antioxidants and @DRUG$.	These let in anti-amyloid antibodies , combat ready immunization , selective secretase inhibitor and modulators , microtubule stabilisers ( eg , paclitaxel ) , R- @DRUG$ , xaliproden , ONO - 2506 , FK962 ( somatostatin releaser ) , element  742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade deutschmark , phophodiesterase inhibitor , rosiglitazone , leuprolide , interferons , metallic element - protein attenuating compounds ( eg , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidants and @DRUG$ .	, include anti-amyloid antibodies , active immunisation , selective secretase inhibitors , modulators antioxidants microtubule stabilisers ) e.g. , paclitaxel ) and R- @DRUG$ , xaliproden , ONO - 2506 , FK962 ( somatostatin releaser ) , SGS 742 ( GABA interferons B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark ( phophodiesterase inhibitors , rosiglitazone , leuprolide , metal , , - protein attenuating compounds ( e.g. , PBT2 ( , CX717 These rasagaline , huperzine A , , and @DRUG$ .	include anti-amyloid antibodies , active immunisation , secretase inhibitors and modulators , microtubule stabilisers ( e.g. , paclitaxel ) R- @DRUG$ , xaliproden , ONO - 2506 , FK962 ( somatostatin releaser ) , 742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark , inhibitors , rosiglitazone , leuprolide , interferons metal - protein attenuating compounds ( e.g. , PBT2 , CX717 , rasagaline , huperzine A , antioxidants and @DRUG$ .	@DRUG$ and @DRUG$ are two different things that are related to each other. DRUGA is a compound that is used to treat diseases, while DRUGB is a compound that is used to prevent diseases.	0
0	This review will discuss the current evidence for novel branded antibiotics that are highly effective in the treatment of multidrug-resistant infections by Gram-positive pathogens, namely ceftobiprole, ceftaroline, telavancin, @DRUG$, dalbavancin, tedizolid, besifloxacin, delafloxacin, ozenoxacin, and @DRUG$.	This reexamination will discuss the current evidence for novel branded antibiotic that are extremely effective in the treatment of multidrug -resistant infections by gram positive pathogens , namely ceftobiprole , ceftaroline , telavancin , @DRUG$ , dalbavancin , tedizolid , besifloxacin , delafloxacin , ozenoxacin , and @DRUG$ .	This antibiotics will discuss the branded evidence for novel current review that are highly effective in the treatment of multidrug -resistant , by Gram-positive pathogens , namely ceftobiprole , dalbavancin , telavancin infections @DRUG$ , ceftaroline , tedizolid , besifloxacin , delafloxacin , ozenoxacin , and @DRUG$ .	This review will discuss the current evidence for branded antibiotics that are highly effective in the treatment of multidrug infections by Gram-positive pathogens , namely ceftobiprole , ceftaroline , telavancin , @DRUG$ , dalbavancin , tedizolid besifloxacin , delafloxacin , ozenoxacin , and @DRUG$ .	The novel branded antibiotics ceftobiprole, ceftaroline, telavancin, @DRUG$, dalbavancin, tedizolid, besifloxacin, delafloxacin, ozenoxacin, and @DRUG$ are	0
0	In this article, we review the current data involving the modification of these cardiovascular risk factors by the @DRUG$ (metformin), the thiazolidinediones (troglitazone, rosiglitazone, and pioglitazone), the alpha-glucosidase inhibitors (miglitol, acarbose), and the insulin secretagogs (glyburide [glibenclamide], glipizide, chlorpropamide, tolbutamide, tolazamide, glimepiride, @DRUG$, and nateglinide).	In this article , we go over the electric current data imply the modification of these cardiovascular danger factors by the @DRUG$ ( glucophage ) , the thiazolidinediones ( troglitazone , rosiglitazone , and pioglitazone ) , the alpha-glucosidase inhibitor ( miglitol , acarbose ) , and the insulin secretagogs ( glyburide [ glibenclamide ] , glipizide , chlorpropamide , orinase , tolazamide , glimepiride , @DRUG$ , and nateglinide ) .	In insulin article , we review the current data ] the modification of these cardiovascular risk factors by the @DRUG$ ( metformin ) ( involving thiazolidinediones , troglitazone , rosiglitazone , and pioglitazone ) , the inhibitors alpha-glucosidase ( miglitol ) acarbose ) , and the this secretagogs , glyburide [ glibenclamide the , glipizide , chlorpropamide , tolbutamide , tolazamide , glimepiride , @DRUG$ , and nateglinide ( .	In this , we review the data involving modification of these cardiovascular factors by the @DRUG$ ( metformin ) , the ( troglitazone , rosiglitazone , and pioglitazone ) , the alpha-glucosidase inhibitors ( miglitol , acarbose ) , and the secretagogs ( glyburide [ glibenclamide ] , glipizide chlorpropamide , tolbutamide , tolazamide , glimepiride , @DRUG$ , and nateglinide )	We reviewed the data on how these drugs can modify cardiovascular risk factors.	1
0	Mean differences in percent change in lumbar spine BMD from baseline to 24 mo relative to placebo were 1.08 +/- 0.28%, 1.41 +/- 0.28%, 1.49 +/- 0.28%, and 1.49 +/- 0.28% for 10, 20, and 40 mg bazedoxifene and 60 @DRUG$ raloxifene, respectively (@DRUG$ < 0.001 for all comparisons).	Mean differences in pct change in lumbar backbone BMD from baseline to 24 mo congeneric to placebo were 1.08 +/- 0.28 % , 1.41 +/- 0.28 % , 1.49 +/- 0.28 % , and 1.49 +/- 0.28 % for 10 , 20 , and  milligram bazedoxifene and 60 @DRUG$ raloxifene , respectively ( @DRUG$ < 0.001 for all comparing ) .	0.28 differences in +/- change Mean lumbar spine BMD from baseline to 24 mo relative and placebo were 1.08 percent for % , 1.41 +/- 0.28 % , 1.49 +/- in % ) and 1.49 +/- 0.28 % for 10 , 20 , and 40 mg bazedoxifene to 60 @DRUG$ raloxifene , respectively ( @DRUG$ < 0.001 0.28 all comparisons , .	Mean differences in percent change in lumbar spine BMD from baseline to 24 mo relative placebo were 1.08 +/- % , 1.41 +/- 0.28 % , 1.49 +/- 0.28 % , and 1.49 +/- 0.28 % for 10 , 20 , and 40 mg bazedoxifene and 60 @DRUG$ raloxifene , respectively ( @DRUG$ < 0.001 for all comparisons ) .	The mean difference in percent change in lumbar spine BMD from baseline to 24 months relative to placebo was 1.08 +/- 0.28% for 10 mg bazedoxifene, 1.41 +/- 0.28% for 20 mg bazedoxifene, 1.49 +/-	1
0	Imidacloprid and acetamiprid were recovered at about 90% at the spike levels with 0.2 and 2 mg/kg in @DRUG$, potato, tomato, eggplant, Japanese radish, and @DRUG$.	Imidacloprid and acetamiprid were recovered at about 90 % at the spike out levels with 0.2 and 2 milligram / kilo in @DRUG$ , potato , tomato , eggplant , Japanese radish , and @DRUG$ .	Imidacloprid and radish were recovered at about 90 in and the spike levels with 0.2 at 2 mg / kg % @DRUG$ , potato , tomato , eggplant , Japanese acetamiprid , and @DRUG$ .	Imidacloprid and acetamiprid were at about % at the spike levels 0.2 and 2 / in @DRUG$ , potato tomato , eggplant , Japanese radish , and @DRUG$ .	Imidacloprid and acetamiprid were found in @DRUG$ at levels that were about 90% of the levels found in the other crops.	1
0	Consistent with the inhibition of FBPase, @DRUG$-lowering was associated with an accumulation of hepatic @DRUG$-fructose 1,6-bisphosphate and a reduction in hepatic d-fructose 6-phosphate.	Consistent with the inhibition of FBPase , @DRUG$ - lowering was associated with an accumulation of liverwort @DRUG$ - fructose 1,6 - bisphosphate and a decrease in liverwort d-fructose 6 - orthophosphate .	Consistent in the inhibition reduction FBPase , @DRUG$ - lowering was associated with an accumulation of hepatic @DRUG$ phosphate fructose 1,6 - bisphosphate and a of with hepatic d-fructose 6 - - .	Consistent with the inhibition of FBPase , @DRUG$ - lowering was associated with an accumulation of hepatic @DRUG$ fructose 1,6 - bisphosphate and a reduction in hepatic d-fructose 6 - phosphate .	The more @DRUG$ there is, the less @DRUG$ there is, and vice versa.	0
0	In drinking @DRUG$, @DRUG$ concentrations of 300 to 100 ppm produced no ill effects, whereas concentrations of 3000 to 30,000 ppm were lethal to rats and mice within 2 weeks.	In drinking @DRUG$ , @DRUG$ concentrations of three hundred to c ppm produced no ill effects , whereas concentrations of 3000 to 30,000 ppm were lethal to stinker and mice within 2 weeks .	In drinking @DRUG$ , @DRUG$ concentrations of 300 to 100 ppm produced no were effects , ill concentrations of 3000 to 30,000 ppm whereas mice to rats and lethal within 2 weeks .	In drinking @DRUG$ , @DRUG$ concentrations of 300 to 100 ppm produced no ill effects , whereas concentrations of 3000 to 30,000 ppm were lethal to rats and mice within 2 weeks .	The higher the concentration of @DRUG$ , the higher the concentration of @DRUG$ needed to produce toxic effects .	0
0	PURPOSE: To systematically review the evidence related to the efficacy and tolerability of selective serotonin reuptake inhibitors (SSRIs) and @DRUG$/@DRUG$ reuptake inhibitors (SNRIs) used for the treatment of vasomotor symptoms in perimenopausal and postmenopausal women.	PURPOSE : To systematically review the evidence related to the efficaciousness and tolerability of selective  hydroxytryptamine re uptake inhibitors ( SSRIs ) and @DRUG$ / @DRUG$ re uptake inhibitors ( SNRIs ) used for the treatment of vasomotor symptom in perimenopausal and postmenopausal women .	PURPOSE : To systematically review the evidence vasomotor to the and and tolerability of selective serotonin reuptake inhibitors ( efficacy ) and @DRUG$ / @DRUG$ reuptake inhibitors ) SNRIs ( used for the treatment of related symptoms in perimenopausal SSRIs postmenopausal women .	PURPOSE : To systematically review evidence to and tolerability of selective serotonin inhibitors ( SSRIs ) and @DRUG$ / @DRUG$ reuptake inhibitors ( ) used for the treatment of vasomotor symptoms in perimenopausal and postmenopausal women .	We looked at the evidence to see if SSRIs and SNRIs are effective and tolerable for treating vasomotor symptoms in perimenopausal and postmenopausal women.	1
0	AUCinf values for l-methylphenidate were only approximately 1% of d-methylphenidate (0.43, 0.96, and 1.82 @DRUG$.h/mL for the 18, 36, and 54 @DRUG$ dose groups, respectively).	AUCinf evaluate for l-methylphenidate were only approximately 1 % of d-methylphenidate ( 0.43 , 0.96 , and 1.82 @DRUG$.h/ cubic centimeter for the 18 , 36 , and 54 @DRUG$ dose groups , severally ) .	l-methylphenidate values for AUCinf were only approximately 1 54 of d-methylphenidate ( 0.43 , 0.96 , and 1.82 % mL for the 18 , 36 , and @DRUG$.h/ @DRUG$ dose groups , respectively ) .	AUCinf values for l-methylphenidate were only approximately 1 % of d-methylphenidate ( 0.43 , 0.96 , and 1.82 @DRUG$.h/ mL for the 18 , 36 , and @DRUG$ dose groups , respectively ) .	AUCinf values for l-methylphenidate were only approximately 1 % of d-methylphenidate ( 0.43 , 0.96 , and 1.82 @DRUG$.h/ mL for the 18 , 36 , and 54 @DRUG$ dose groups , respectively ) .	0
0	Trials investigating the efficacy of once-daily co-formulated elvitegravir/cobicistat/emtricitabine/tenofovir (EVG/COBI/FTC/TDF) demonstrate a high rate of virologic suppression with fewer CNS and psychiatric adverse events compared with @DRUG$-formulated efavirenz/@DRUG$/tenofovir.	Trials enquire the efficacy of once-daily co-formulated elvitegravir / cobicistat / emtricitabine / tenofovir ( EVG / COBI / FTC / TDF ) establish a highschool rate of virologic suppression with fewer CNS and psychiatric adverse issue compared with @DRUG$ - formulated efavirenz / @DRUG$ / tenofovir .	Trials investigating the efficacy of CNS co-formulated elvitegravir / cobicistat once-daily emtricitabine / fewer ( / EVG COBI / FTC / TDF ) demonstrate a high rate of virologic suppression with tenofovir / and psychiatric adverse events compared with @DRUG$ - formulated efavirenz / @DRUG$ / tenofovir .	Trials investigating the efficacy of once-daily co-formulated elvitegravir / cobicistat / emtricitabine / ( COBI / FTC / TDF ) demonstrate high rate of virologic suppression with fewer CNS psychiatric adverse events with @DRUG$ - formulated efavirenz / @DRUG$ / tenofovir .	Trials investigating the efficacy of once-daily co-formulated elvitegravir / cobicistat / emtricitabine / tenofovir ( EVG / COBI / FTC / TDF ) demonstrate a high rate of virologic suppression with fewer CNS	1
1	The results presented here provide evidence that the @DRUG$ receptor antagonism may contribute to clinically relevant effects of @DRUG$ like sedation, analgesia or neuroprotection.	The results confront here allow for evidence that the @DRUG$ receptor antagonism may contribute to clinically relevant effects of @DRUG$ like sedation , analgesia or neuroprotection .	The results presented analgesia here evidence that the @DRUG$ receptor antagonism may contribute to clinically relevant effects of @DRUG$ like sedation , provide or neuroprotection .	The results presented here provide evidence that the @DRUG$ receptor antagonism may contribute to clinically effects of @DRUG$ sedation , analgesia or neuroprotection .	The @DRUG$ receptor antagonism may contribute to clinically relevant effects of @DRUG$ like sedation, analgesia or neuroprotection.	0
0	Although binding affinity was not demonstrable at the serotonin (5-HT) transporter site (SERT), novel findings of the study included affinity for the 5-HT1A and 5-HT2B receptor sites for both @DRUG$- and l-MPH, with d-@DRUG$ exerting by far the most predominant effects at these sites.	Although binding kinship was not demonstrable at the serotonin ( quint - HT ) car transporter site ( SERT ) , novel findings of the study included kinship for the quint - HT1A and quint - HT2B sensory receptor sites for both @DRUG$ - and l-MPH , with d-@DRUG$ exerting by far the most preponderating effects at these sites .	Although binding affinity was study demonstrable at the serotonin ( 5 - HT ) most site ( SERT ) , novel findings of the not included affinity @DRUG$ the 5 - HT1A and 5 - l-MPH receptor sites for both for - and HT2B , by d-@DRUG$ exerting with far the transporter predominant effects at these sites .	Although binding affinity was not demonstrable at the serotonin ( 5 - HT ) transporter site ( SERT ) , novel findings of the study affinity for the 5 - HT1A and 5 - HT2B receptor sites for both @DRUG$ - and l-MPH with d-@DRUG$ exerting by far most predominant effects at these sites .	@DRUG$ binds to the serotonin (5-HT) transporter site (SERT) and the 5-HT1A and 5-HT2B receptor sites, but d-@DRUG$ has a much stronger affinity for these sites than DRUGA.	0
0	@DRUG$ alone caused an increase in heart rate, a rise in systolic blood pressure, a fall in serum potassium and a rise in both serum @DRUG$ and insulin.	@DRUG$ unequalled caused an increase in eye place , a rise in systolic blood pressure , a fall in serum potassium and a rise in both serum @DRUG$ and insulin .	@DRUG$ alone caused an increase in heart blood , a rise in systolic rate pressure , and fall in serum potassium a a rise insulin both serum @DRUG$ and in .	@DRUG$ alone caused an increase in heart rate , a rise in systolic blood pressure , a fall serum potassium and a rise both @DRUG$ and insulin .	@DRUG$ causes an increase in heart rate, a rise in systolic blood pressure, a fall in serum potassium, and a rise in both serum @DRUG$ and insulin.	0
0	In primates, flunixin meglumine at 10 @DRUG$/kg i.@DRUG$., produced a degree of analgesic efficacy comparable to that of a clinically effective dose of morphine (0.3 mg/kg).	In primates , flunixin meglumine at 10 @DRUG$ / kg i.@DRUG$ . , produced a degree of analgesic efficacy comparable to that of a clinically effective venereal infection of morphia ( 0.3 atomic number  / kg ) .	In primates , 10 meglumine at flunixin @DRUG$ / kg i.@DRUG$ . , produced dose degree of analgesic efficacy comparable mg that of a clinically effective a of morphine ( 0.3 to / kg ) .	In primates meglumine at 10 @DRUG$ / kg i.@DRUG$ . , produced a degree of analgesic efficacy comparable to that a dose of morphine ( 0.3 mg / kg )	For every 10 kilograms of @DRUG$, there is a corresponding dose of @DRUG$ that produces the same level of analgesia as 0.3 mg/kg of morphine.	0
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzocaine, p-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl @DRUG$, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and @DRUG$.	During the same full stop of study , there were significant lessen in positivity rates to neomycin , sweetness mixing I , formaldehyde , thiuram mixing , cinnamic aldehyde , propylene ethanediol , epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl @DRUG$ , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , pass around blue devil 106 , mercapto mixing , and @DRUG$ .	During there same period of study , dimethyl were significant decreases in positivity , to neomycin , fragrance mix I , formaldehyde , thiuram mix , ethylenediamine aldehyde , propylene glycol , epoxy resin , diazolidinyl urea , amidoamine , cinnamic , benzocaine , p-tert- butylphenol formaldehyde resin the dimethylol , hydantoin , cocamidopropyl @DRUG$ , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , disperse blue 106 , mercapto rates mix and @DRUG$ .	During the same study , there were significant decreases in positivity rates to neomycin , fragrance mix I , formaldehyde thiuram mix , cinnamic aldehyde , propylene glycol , epoxy resin , diazolidinyl urea , amidoamine , , benzocaine , p-tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl @DRUG$ , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , disperse blue 106 , mercapto mix , and @DRUG$ .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benz	1
0	In addition, other drugs, such as ezetimibe, @DRUG$, torcetrapib, avasimibe, @DRUG$, and niacin are also being considered to manage hyperlipidemia.	In addition , other drugs , such as ezetimibe , @DRUG$ , torcetrapib , avasimibe , @DRUG$ , and nicotinic acid are also being see to manage hyperlipidemia .	In addition , other drugs , , as ezetimibe such @DRUG$ , torcetrapib , avasimibe , @DRUG$ , and niacin are to being considered also manage hyperlipidemia .	addition , other drugs , such as ezetimibe , @DRUG$ , torcetrapib , avasimibe , @DRUG$ , and niacin are also being considered to manage hyperlipidemia .	@DRUG$ is being considered to manage hyperlipidemia, in addition to other drugs such as ezetimibe, torcetrapib, avasimibe, and niacin.	1
1	A total of 169 patients treated with @DRUG$ and 62 treated with @DRUG$ were included in this retrospective analysis, across 33 centers.	angstrom total of 169 patients treated with @DRUG$ and 62 treated with @DRUG$ were let in in this retrospective analysis , across 33 centers .	A total with 169 patients treated of @DRUG$ and 62 treated with @DRUG$ were included in this analysis retrospective , across 33 centers .	total of 169 patients treated with @DRUG$ 62 treated with @DRUG$ were included in retrospective analysis , across 33 centers .	A total of 169 patients treated with @DRUG$ and 62 treated with @DRUG$ were included in this retrospective analysis .	0
0	In the present study, animals with HF were treated with an oral administration of 10 @DRUG$/kg/day @DRUG$, 10 mg/kg/day enalapril and 3 mg/kg/day trandolapril from the 2nd to 12th week after the operation.	indium the present study , animals with HF were treated with an oral administration of 10 @DRUG$ / kg / sidereal day @DRUG$ , 10 mg / kg / sidereal day enalapril and 3 mg / kg / sidereal day trandolapril from the d to 12th hebdomad after the operation .	In the present study , animals after day were treated with an oral administration of 10 @DRUG$ / kg / day @DRUG$ , 10 mg / 3 / day enalapril and kg mg / kg / HF trandolapril week the 2nd to 12th from with the operation .	In the present study , animals with HF were treated with an oral administration of 10 @DRUG$ / kg / day @DRUG$ , 10 mg / kg / day and 3 mg / kg / day from the 2nd to 12th week after the operation .	Animals with HF were treated with an oral administration of 10 @DRUG$ / kg / day @DRUG$ , 10 mg / kg / day enalapril and 3 mg / kg / day trandolapril from the 2nd to 12th week after the operation .	0
0	OBJECTIVE: This study evaluated the relative bioavailability and pharmacokinetics of elvitegravir (@DRUG$), emtricitabine (FTC), @DRUG$ fumarate (TDF), and a investigational pharmacoenhancer, cobicistat (GS-9350, COBI) coformulated as a fixed-dose combination tablet (FDC) compared with ritonavir-boosted EVG and FTC + TDF in healthy subjects.	nonsubjective : This cogitation evaluated the relative bioavailability and pharmacokinetics of elvitegravir ( @DRUG$ ) , emtricitabine ( ftc ) , @DRUG$ fumarate ( TDF ) , and a investigational pharmacoenhancer , cobicistat ( constant of gravitation - 9350 , COBI ) coformulated as a limit - dose combination tablet ( FDC ) liken with ritonavir-boosted EVG and ftc + TDF in healthy subjects .	OBJECTIVE : This study - the relative bioavailability and pharmacokinetics of elvitegravir ( @DRUG$ ) ( emtricitabine fumarate FTC ) , @DRUG$ as ( TDF ) , and a investigational fixed , cobicistat ( GS evaluated 9350 , COBI ) coformulated , a pharmacoenhancer - dose combination tablet ritonavir-boosted FDC ) compared with ( EVG and FTC + TDF in healthy subjects .	OBJECTIVE : This evaluated the bioavailability and of elvitegravir ( @DRUG$ ) , emtricitabine FTC ) , @DRUG$ fumarate ( TDF ) , a investigational pharmacoenhancer , cobicistat ( GS - COBI ) coformulated as a fixed - dose combination tablet ( FDC compared ritonavir-boosted EVG FTC + TDF in healthy subjects .	The study found that elvitegravir, emtricitabine, and fumarate (@DRUG$) were all well-absorbed and had similar pharmacokinetics (the way a drug is processed in the body). @DRUG$ had a longer half-life than	0
0	In the case of non-response trough plasma concentrations of 400 microg/L for (R,S)-methadone or 250 microg/@DRUG$ for (@DRUG$)-methadone might be used as target values.	In the case of non-response trough blood plasma concentrations of 400 microg / L for ( R,S ) - methadone or 250 microg / @DRUG$ for ( @DRUG$ ) - methadone power be used as aim values .	In the case of non-response - plasma concentrations of 400 microg / L for ( R,S ) trough methadone or 250 microg / @DRUG$ for ( @DRUG$ ) - methadone might be used as target values .	In the case of non-response trough plasma concentrations of 400 microg / L for ( R,S ) - methadone 250 / @DRUG$ for @DRUG$ ) - methadone might be used target values .	If the concentration of @DRUG$ in the blood is 400 micrograms per liter or less, and the concentration of @DRUG$ is 250 micrograms per liter or less, then the patient is considered to be responding to the treatment.	0
0	The xenobiotics reviewed in depth include buprenorphine, clonidine, kratom, loperamide, and methadone, with additional information provided on @DRUG$, akuamma seeds, @DRUG$, and gabapentin.	The xenobiotics reviewed in depth include buprenorphine , clonidine , kratom , loperamide , and methadone , with extra data cater on @DRUG$ , akuamma seeds , @DRUG$ , and gabapentin .	The xenobiotics reviewed , depth include buprenorphine , clonidine , kratom , loperamide , and methadone provided with additional information , , @DRUG$ in akuamma seeds on @DRUG$ , and gabapentin .	The reviewed in depth include buprenorphine , clonidine , kratom , loperamide , and methadone , with additional information provided @DRUG$ , akuamma seeds , @DRUG$ , and gabapentin .	The xenobiotics reviewed in depth include buprenorphine , clonidine , kratom , loperamide , and methadone , with additional information provided on @DRUG$ and @DRUG$ .	0
0	321, 148-157; Hisaoka, @DRUG$., Maeda, N., Tsuchioka, @DRUG$., and Takebayashi, M. (2008) Brain Res.	321 , 148-157 ; Hisaoka , @DRUG$ . , Maeda , N. , Tsuchioka , @DRUG$. , and Takebayashi , M. ( 2008 ) genius atomic number  .	321 , 148-157 ; Hisaoka Brain @DRUG$ . , Maeda , N. , Tsuchioka , @DRUG$. , and Takebayashi , , ( 2008 ) M. Res .	148-157 ; Hisaoka , @DRUG$ . Maeda , N. , , @DRUG$. , and Takebayashi , M. 2008 ) Brain Res .	321" is a study that was published in the journal "Brain Research" in 2008. The study was conducted by Hisaoka, Maeda, Tsuchioka, and Takebayashi."148-157" is a section of the study that discusses the relationship between DRUG	1
1	@DRUG$ is a direct-acting reversible antagonist being developed for short-term infusion; @DRUG$ and prasugrel are oral prodrugs that provide irreversible inhibition via transient formation of active metabolites.	@DRUG$ is a direct-acting two sided antagonist being developed for short-term infusion ; @DRUG$ and prasugrel are oral prodrugs that provide irreversible inhibition via transitory formation of active metabolites .	@DRUG$ is a direct-acting reversible antagonist being developed for short-term infusion ; @DRUG$ metabolites prasugrel are active prodrugs that provide irreversible inhibition via transient formation of oral and .	@DRUG$ is a direct-acting reversible antagonist being developed for short-term infusion ; @DRUG$ and prasugrel oral prodrugs that provide irreversible transient formation of active metabolites	@DRUG$ is a drug that is being developed to act as a reversible antagonist. @DRUG$ is a prodrug that is converted into an irreversible inhibitor.	0
0	RESULTS: Evidence suggests that lycopene, decreased dietary fat, antioxidants such as alpha-tocopherol and selenium, nonsteroidal anti-inflammatory drugs and selective estrogen receptor modulators such @DRUG$ @DRUG$ and 5alpha-reductase inhibitors may prove useful for decreasing the risk of prostate cancer in a man.	RESULTS : Evidence suggests that lycopene , diminish dietary fat , antioxidant such as alpha-tocopherol and selenium , nonsteroid anti-inflammatory do drugs and selective estrogen receptor modulators such @DRUG$ @DRUG$ and 5alpha- reductase inhibitors may prove useful for decreasing the risk of prostate cancer in a man .	RESULTS : Evidence suggests that lycopene , decreased dietary prove , nonsteroidal such as alpha-tocopherol and reductase , antioxidants anti-inflammatory cancer and selective estrogen receptor modulators such @DRUG$ @DRUG$ and 5alpha- selenium inhibitors may fat useful for decreasing the risk of prostate drugs in a man .	RESULTS : Evidence suggests that lycopene , decreased dietary fat , antioxidants such as alpha-tocopherol selenium , nonsteroidal anti-inflammatory drugs and selective estrogen receptor modulators @DRUG$ @DRUG$ and 5alpha- reductase inhibitors may prove useful decreasing the risk of prostate cancer in man .	Some research suggests that lycopene, dietary fat, antioxidants, anti-inflammatory drugs, and estrogen receptor modulators may help reduce the risk of prostate cancer in men.	1
0	CO binds to @DRUG$, resulting in decreased @DRUG$ delivery to bodily tissues at toxicological concentrations.	CO binds to @DRUG$ , resulting in decreased @DRUG$ delivery to corporeal tissues at toxicological concentrations .	CO binds decreased @DRUG$ , resulting in to @DRUG$ delivery to bodily tissues at toxicological concentrations .	CO binds to @DRUG$ , resulting decreased @DRUG$ delivery to tissues at toxicological concentrations .	When CO binds to @DRUG$, it results in a decrease in the amount of @DRUG$ that is delivered to bodily tissues at toxicological concentrations.	0
0	An enzyme-linked immunosorbent assay showed halothane reactivity was significantly greater than that of enflurane, @DRUG$, desflurane, or @DRUG$, and that enflurane reactivity was significantly greater than desflurane or oxygen.	An enzyme-linked immunosorbent assay showed halothane responsiveness was significantly enceinte than that of enflurane , @DRUG$ , desflurane , or @DRUG$ , and that enflurane responsiveness was significantly enceinte than desflurane or atomic number  .	An , immunosorbent assay showed halothane reactivity was significantly greater than that of enflurane , @DRUG$ enzyme-linked desflurane than or @DRUG$ , and was enflurane reactivity that significantly greater , desflurane or oxygen .	An enzyme-linked immunosorbent assay showed halothane reactivity was significantly greater than that of enflurane , @DRUG$ , desflurane , or @DRUG$ , and enflurane reactivity was significantly greater than or oxygen .	Halothane reactivity was significantly greater than that of enflurane, @DRUG$, desflurane, or @DRUG$, and enflurane reactivity was significantly greater than desflurane or oxygen.	0
0	Ferric maltol is a novel ferric iron compound with potential use @DRUG$ an oral therapy for @DRUG$ deficiency anaemia.	Ferric maltol is a novel ferric iron compound with electric potential use @DRUG$ an viva therapy for @DRUG$ deficiency anaemia .	for maltol an a novel ferric iron compound with potential use @DRUG$ is oral therapy Ferric @DRUG$ deficiency anaemia .	Ferric maltol is a novel ferric iron compound with potential use @DRUG$ an oral therapy @DRUG$ deficiency anaemia .	Ferric maltol is a novel ferric iron compound that has potential as an oral therapy for @DRUG$ deficiency anaemia.	1
1	Adult, male rats anesthetized with tiletamine-@DRUG$ alone or tiletamine-zolazepam combined with @DRUG$ or butorphanol were evaluated for changes in heart rate, mean arterial blood pressure, arterial blood pH, and blood gases during a 75-min period of anesthesia.	Adult , male rats anesthetized with tiletamine - @DRUG$ alone or tiletamine -zolazepam combined with @DRUG$ or butorphanol were pass judgment for alteration in heart rate , mean arterial blood pressure , arterial blood pH , and blood gases during a  - min period of anaesthesia .	of , male rats anesthetized with tiletamine - @DRUG$ alone or tiletamine -zolazepam combined with @DRUG$ or butorphanol were evaluated for changes in heart arterial , Adult arterial blood pressure , rate blood pH , and blood gases during a 75 - min period mean anesthesia .	Adult , rats anesthetized with tiletamine - @DRUG$ alone tiletamine -zolazepam combined @DRUG$ or butorphanol were evaluated for changes in heart rate , mean arterial blood , arterial blood pH , and blood gases during a 75 min period of anesthesia	Adult, male rats anesthetized with tiletamine - @DRUG$ alone or tiletamine -zolazepam combined with @DRUG$ or butorphanol were evaluated for changes in heart rate, mean arterial blood pressure, arterial blood pH, and blood gases during a	0
0	-aminobutyric acid (@DRUG$) and alanine (@DRUG$), with vigabatrin (VIG), an anticonvulsant which elevates brain GABA by inhibition of GABA transaminase (GABA-T), with regard to their actions on brain levels of GABA and ALA and on activities of MAO, GABA-T and ALA transaminase (ALA-T).	- aminobutyric acid ( @DRUG$ ) and alanine ( @DRUG$ ) , with vigabatrin ( VIG ) , an antiepileptic which kick upstairs brain gamma aminobutyric acid by prohibition of gamma aminobutyric acid aminopherase ( gamma aminobutyric acid -T ) , with view to their actions on brain levels of gamma aminobutyric acid and ALA and on activities of MAO , gamma aminobutyric acid -T and ALA aminopherase ( ALA -T ) .	- aminobutyric acid ( @DRUG$ ) and alanine ( @DRUG$ ) GABA by and ( VIG ) , ( anticonvulsant actions elevates brain GABA with inhibition of , transaminase ( GABA -T ) , with regard to their which on brain levels of GABA and ALA vigabatrin on activities of MAO , GABA ) and ALA transaminase an ALA -T -T .	- aminobutyric acid ( @DRUG$ ) and alanine ( @DRUG$ ) , with vigabatrin ( VIG ) , an anticonvulsant which elevates brain GABA by inhibition of transaminase ( GABA -T ) , with regard to their actions on brain levels of and ALA and on activities of MAO GABA -T and transaminase ( ALA -T ) .	 @DRUG$ is a neurotransmitter that affects brain levels of GABA and ALA, while @DRUG$ is an amino acid that affects activities of MAO, GABA-T, and ALA-T.	0
0	The effects of Cox-1 inhibitors administered both intravenously (i.v.) (aspirin 5 mg kg(-1), triflusal 10 mg kg(-1), and HTB 10 mg kg(-1)) and orally (@DRUG$.o.) (8 days; aspirin 30 mg kg(-1) day(-1), and triflusal 40 @DRUG$ kg(-1) day(-1)) on secondary thrombus growth were assessed by In-(111)deposited platelets and compared with a placebo control.	The essence of Cox-1 inhibitors mete out both intravenously ( i.v. ) ( aspirin  atomic number  kg ( - 1 ) , triflusal 10 atomic number  kg ( - 1 ) , and HTB 10 atomic number  kg ( - 1 ) ) and by word of mouth ( @DRUG$ .o. ) (  days ; aspirin  atomic number  kg ( - 1 ) day ( - 1 ) , and triflusal xl @DRUG$ kg ( - 1 ) day ( - 1 ) ) on secondary thrombus outgrowth were evaluate by In - ( 111 ) deposited platelets and compared with a placebo control .	The effects of ) inhibitors administered both intravenously ( i.v. ) 5 deposited ( mg , ( - 1 10 , triflusal , mg kg ( - 1 ) ) and HTB 10 mg kg - - 1 ) ) and orally ( @DRUG$ .o. ) ( 8 days ; aspirin 30 mg kg ( - 1 Cox-1 day ( - 1 ) kg and triflusal 40 @DRUG$ kg ( - 1 ) day ( ( 1 ) ) on secondary thrombus growth were assessed and In - ( 111 ) aspirin platelets by with compared a placebo control .	The effects of Cox-1 inhibitors administered both intravenously ( i.v. ) ( aspirin 5 mg kg ( - 1 ) , triflusal 10 mg kg ( - 1 ) , and HTB 10 mg kg ( - 1 ) ) orally ( @DRUG$ .o. ( 8 days ; aspirin 30 mg kg ( - 1 ) day ( - 1 ) , and triflusal 40 @DRUG$ kg ( - 1 ) day ( - 1 ) ) on thrombus growth were by In - ( 111 ) deposited platelets and compared with a placebo control .	The effects of Cox-1 inhibitors administered both intravenously ( i.v. ) ( aspirin 5 mg kg ( - 1 ) , triflusal 10 mg kg ( - 1 ) , and HTB 10 mg kg ( - 1 ) ) and orally ( @DRUG$ .o. )	1
0	In phase 2 studies, ETC-1002 reduced LDL-C @DRUG$ monotherapy, combined with ezetimibe, and added to statin therapy, with LDL-C lowering most pronounced when ETC-1002 was combined with @DRUG$ in patients who cannot tolerate statins.	atomic number  phase angle two studies , ETC - 1002 reduced LDL -C @DRUG$ monotherapy , combined with ezetimibe , and added to statin therapy , with LDL - C lowering most pronounced when ETC - 1002 was combined with @DRUG$ in patient role who cannot tolerate statins .	In phase 2 , , ETC - 1002 reduced LDL combined @DRUG$ monotherapy studies -C with added , and ezetimibe therapy statin to , with LDL - C lowering most pronounced when ETC - 1002 was combined with @DRUG$ in patients who cannot tolerate statins .	In phase 2 studies , ETC - 1002 reduced LDL -C @DRUG$ monotherapy , combined with , and added therapy , C lowering most pronounced - 1002 was combined with @DRUG$ in who cannot statins .	ETC-1002 reduces LDL-C when used as monotherapy, when combined with ezetimibe, or when added to statin therapy. The reduction is most pronounced when ETC-1002 is combined with @DRUG$ in patients who cannot tolerate statins.	1
1	These parameters were estimated also after the treatment with tricyclic antidepressants: desmethylimipramine (@DRUG$), amitriptyline, or protriptiline, and in the conditions of the reversal of @DRUG$-like syndrom.	These parametric quantity were gauge too after the treatment with tricyclic antidepressants : desmethylimipramine ( @DRUG$ ) , amitriptyline , or protriptiline , and in the conditions of the reversal of @DRUG$ - like syndrom .	These also were estimated parameters after the like with tricyclic antidepressants : desmethylimipramine ( @DRUG$ ) , amitriptyline , or protriptiline , and in the conditions of treatment reversal of @DRUG$ - the syndrom .	parameters were also after the treatment with tricyclic antidepressants : desmethylimipramine ( @DRUG$ ) , amitriptyline , or protriptiline , and in conditions of the reversal of @DRUG$ - like syndrom .	The parameters were estimated also after the treatment with tricyclic antidepressants : desmethylimipramine ( @DRUG$ ) , amitriptyline , or protriptiline , and in the conditions of the reversal of @DRUG$ - like syndromes .	0
0	Results showed that supplementation of the organic forms of @DRUG$ (citrate and amino-acid chelate) showed greater absorption (P = 0.033) at 60 days than MgO, @DRUG$ assessed by the 24-h urinary Mg excretion.	Results showed that supplementation of the constituent forms of @DRUG$ ( citrate and amino-acid chelate compound ) showed greater absorption ( P = 0.033 ) at 60 days than MgO , @DRUG$ assessed by the two dozen -h urinary Mg evacuation .	Results showed that supplementation of the organic forms the @DRUG$ ( citrate and amino-acid chelate greater showed ) absorption ( P urinary 0.033 ) at 60 days than MgO , @DRUG$ assessed by = 24 -h of Mg excretion .	Results showed that supplementation of the organic forms of @DRUG$ ( and amino-acid chelate ) showed greater absorption ( P = ) at 60 days than MgO , @DRUG$ assessed by 24 urinary Mg excretion .	The organic forms of @DRUG$ ( citrate and amino-acid chelate ) showed greater absorption than MgO at 60 days, as assessed by the 24 -h urinary Mg excretion .	1
0	RESULTS: 25(OH)D2 half-life [mean (SD)] [13.9 (2.6) d] was shorter than 25(OH)D3 half-life [15.1 (3.1) d; @DRUG$ = .001] for countries combined, and in Gambians [12.8 (2.3) d vs 14.7 (3.5) d; P < .001], but not in the United Kingdom [15.1 (2.4) @DRUG$ vs 15.6 (2.5) d; P = .3].	upshot : twenty five ( ohio ) D2 half-life [ signify ( mount rushmore state ) ] [ 13.9 ( 2.6 ) d] was shorter than twenty five ( ohio ) D3 one half - life time [ 15.1 ( 3.1 ) d ; @DRUG$ = .001 ] for countries aggregate , and in Gambians [ 12.8 ( 2.3 ) d vanadium 14.7 ( 3.5 ) d ; P < .001 ] , but not in the United Kingdom [ 15.1 ( 2.4 ) @DRUG$ vanadium 15.6 ( 2.5 ) d ; P = .3 ] .	RESULTS : 25 ( OH mean D2 half-life [ ) ( SD ) ] [ 15.6 d 2.6 ) d] was shorter than 3.5 ( ; ) 12.8 half - life [ 15.1 ( 3.1 ) d for @DRUG$ = .001 ] OH countries combined , and in Gambians [ D3 ( 2.3 ) d vs 14.7 ( 25 ) d ; P < .001 ] but , not in the United Kingdom [ 15.1 2.4 ( ) @DRUG$ vs 13.9 ( 2.5 ) ( ; P = .3 ] .	RESULTS : 25 ( OH ) D2 half-life [ mean ( SD ) ] [ 13.9 ( 2.6 ) d] was shorter 25 ( OH ) D3 - life [ ( 3.1 ) d ; @DRUG$ = .001 ] for countries combined , and in Gambians [ 12.8 ( 2.3 ) d vs 14.7 ( 3.5 d P < .001 ] , but not in the United Kingdom [ ( 2.4 ) @DRUG$ vs 15.6 ( 2.5 ) d ; P = .3 ] .	@DRUG$" is shorter than "@DRUG$" by a statistically significant margin.	0
0	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of mineral compounds, with the following order: @DRUG$ citrate > Al tartrate, Al gluconate, Al lactate > Al glutamate, Al chloride, Al sulfate, Al @DRUG$.	The absorption of aluminum after intake of organic combine is more important than after intake of mineral combine , with the trace grade : @DRUG$ citrate > Al tartrate , Al gluconate , Al lactate > Al glutamate , Al chloride , Al sulfate , Al @DRUG$ .	The absorption Al aluminum : ingestion of organic compounds is more important than after ingestion of mineral compounds , with the following order , @DRUG$ citrate > Al tartrate , Al gluconate after Al lactate > Al glutamate , Al chloride , of sulfate , Al @DRUG$ .	The absorption of aluminum after ingestion of organic compounds is more important than after of mineral compounds , with the following order : citrate > Al , Al gluconate , Al lactate > glutamate , Al chloride , Al sulfate , Al @DRUG$ .	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of mineral compounds , with the following order : @DRUG$ citrate > Al tartrate , Al gluconate , Al lactate > Al glutamate , Al chloride , Al sulfate , Al @DRUG$ .	0
0	In this study we report the effects of @DRUG$, a novel amino-alkyl-cyclohexane derivative that is a non-competitive N-methyl-D-aspartate (@DRUG$) receptor antagonist, on recombinant rat alpha9alpha10 nicotinic acetylcholine receptors expressed in Xenopus laevis oocytes.	In this study we report the effects of @DRUG$ , a refreshing amino-alkyl - cyclohexane derivative that is a non-competitive N-methyl - D-aspartate ( @DRUG$ ) receptor antagonist , on recombinant rat alpha9alpha10 nicotinic acetylcholine sense organ state in Xenopus laevis oocyte .	In this study we report the effects of @DRUG$ , a novel ( - - derivative that a is non-competitive , cyclohexane D-aspartate amino-alkyl @DRUG$ ) receptor antagonist N-methyl on recombinant rat alpha9alpha10 nicotinic acetylcholine receptors expressed in Xenopus laevis oocytes .	In study report the effects of @DRUG$ , a novel amino-alkyl - cyclohexane derivative that is a N-methyl - D-aspartate ( @DRUG$ ) receptor antagonist , on recombinant rat nicotinic acetylcholine receptors in Xenopus laevis oocytes .	@DRUG$ is a novel amino-alkyl - cyclohexane derivative that is a non-competitive N-methyl - D-aspartate ( @DRUG$ ) receptor antagonist .	0
0	Valacyclovir, the L-valyl ester prodrug of @DRUG$ (@DRUG$), is widely prescribed to treat infections caused by varicella-zoster virus or herpes simplex virus.	Valacyclovir , the L-valyl ester prodrug of @DRUG$ ( @DRUG$ ) , is widely official to treat infections caused by varicella- zoster computer virus or herpes simplex computer virus .	Valacyclovir , the L-valyl ester treat of @DRUG$ ( @DRUG$ ) , is widely prescribed to prodrug infections varicella- by caused zoster virus or herpes simplex virus .	Valacyclovir , the L-valyl prodrug of @DRUG$ ( @DRUG$ ) , is widely to treat infections caused by varicella- zoster virus or herpes simplex virus .	Valacyclovir is a drug that is used to treat infections caused by varicella-zoster virus or herpes simplex virus. It is a prodrug, which means that it is not active on its own. Instead, it is converted into the active drug, @DRUG$,	1
1	It has proved as effective as diclofenac, naproxen and @DRUG$ in patients with osteoarthritis, @DRUG$, ketorolac, tenoxicam and indomethacin in patients with rheumatoid arthritis and tenoxicam, naproxen and indomethacin in patients with ankylosing spondylitis.	it has shew as effective as diclofenac , naproxen and @DRUG$ in patients with osteoarthritis , @DRUG$ , ketorolac , tenoxicam and indomethacin in patients with rheumy arthritis and tenoxicam , naproxen and indomethacin in patients with ancylose spondylitis .	It has proved as effective as diclofenac , naproxen and @DRUG$ in patients with osteoarthritis , @DRUG$ , ankylosing , tenoxicam and indomethacin with patients in spondylitis arthritis in tenoxicam , naproxen and indomethacin and patients with ketorolac rheumatoid .	It has proved effective as diclofenac , and @DRUG$ in patients osteoarthritis , @DRUG$ ketorolac , tenoxicam and indomethacin in patients with rheumatoid arthritis and tenoxicam , naproxen indomethacin in patients with ankylosing spondylitis .	@DRUG$ is as effective as diclofenac, naproxen, and @DRUG$ in patients with osteoarthritis, rheumatoid arthritis, and ankylosing spondylitis.	0
0	RESULTS: @DRUG$ induced profound decreases in total T4 (56% of baseline), FT4 (47%), @DRUG$ (69%), rT3 (51%), and T4S (70%) in all patients, whereas TSH levels were not affected.	resultant role : @DRUG$ induced profound decreases in total T4 ( lvi % of baseline ) , FT4 (  % ) , @DRUG$ ( 69 % ) , rT3 ( 51 % ) , and T4S (  % ) in all patient role , whereas TSH levels were not affected .	RESULTS : @DRUG$ induced profound decreases % total T4 ( 56 % 70 whereas ) , FT4 ) 47 % ) , @DRUG$ ( 69 ) % , rT3 ( 51 % ( , and T4S ( of in ) in all patients , baseline TSH levels were not affected .	RESULTS : @DRUG$ induced profound decreases in T4 ( 56 % of baseline , FT4 ( 47 % ) , @DRUG$ ( 69 % ) , rT3 51 % , and T4S ( 70 % ) in all patients whereas TSH levels were not affected .	@DRUG$ induces profound decreases in total T4, FT4, @DRUG$, rT3, and T4S in all patients, whereas TSH levels were not affected.	0
0	In patients with duodenal or gastric ulcers, omeprazole as a single 20 mg daily dose provides more rapid and complete healing compared with @DRUG$ 150 @DRUG$ twice daily or 300 mg at nighttime, or cimetidine 800 or 1000 mg/day.	in patients with duodenal or gastric ulcers , omeprazole as a individual 20 mg daily dose provides more rapid and fill in healing compare with @DRUG$ 150 @DRUG$ twice daily or 300 mg at nighttime , or cimetidine 800 or 1000 mg / day .	In patients with duodenal or 1000 gastric , omeprazole or a single 20 mg daily dose provides more rapid and complete healing compared with @DRUG$ or @DRUG$ twice daily 150 300 mg at nighttime , as cimetidine 800 or ulcers mg / day .	In patients with duodenal gastric ulcers , omeprazole single 20 mg dose provides more rapid and complete healing compared with @DRUG$ 150 @DRUG$ twice daily or 300 mg at nighttime , or cimetidine 800 or 1000 mg / day .	Omeprazole is more effective than @DRUG$ or @DRUG$ in healing duodenal or gastric ulcers.	0
0	The main goal of the present study was to investigate the absorption and disposition of @DRUG$ dihydrochloride, the @DRUG$ enantiomer of cetirizine dihydrochloride, following a single oral administration (5 mg) of the 14C-labelled compound in healthy volunteers.	The main goal of the present cogitation was to investigate the concentration and disposition of @DRUG$ dihydrochloride , the @DRUG$ enantiomer of cetirizine dihydrochloride , following a bingle oral administration ( 5 mg ) of the 14C - mark compound in healthy volunteers .	The , goal of the absorption study was to investigate the present the disposition of @DRUG$ dihydrochloride main and @DRUG$ enantiomer of cetirizine dihydrochloride , following a single oral mg ( 5 administration ) of the 14C - labelled compound in healthy volunteers .	main goal the present study was to the absorption and disposition of @DRUG$ dihydrochloride the @DRUG$ enantiomer of cetirizine dihydrochloride , following a single oral administration ( mg ) of the 14C - labelled compound in volunteers .	The study was conducted to see how well the body absorbs and eliminates @DRUG$, the enantiomer of cetirizine dihydrochloride, after a single dose of the radioactive compound.	1
0	After the initial biopsy, subjects ingested 20 g x d(-1) of @DRUG$ monohydrate, 20 g x @DRUG$(-1) of creatine monohydrate + 100 g x d(-1) of sucrose, or 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose + 1000 mg x d(-1) of alpha-lipoic acid for 5 days.	After the initial biopsy , matter assimilate  g x d ( - 1 ) of @DRUG$ monohydrate ,  g x @DRUG$ ( - 1 ) of creatin monohydrate + 100 g x d ( - 1 ) of saccharose , or  g x d ( - 1 ) of creatin monohydrate + 100 g x d ( - 1 ) of saccharose + thou magnesium x d ( - 1 ) of alpha-lipoic acid for 5 solar day .	After the initial d , subjects ingested 5 g x - ( d 1 of of @DRUG$ monohydrate , 20 g x @DRUG$ ( - 1 x of creatine + + 1 g ) d ( - g ) of sucrose , or 20 g x d ( - 100 ) of creatine monohydrate + 100 1 x biopsy ( - 1 ) of sucrose monohydrate 1000 mg x d ( - 1 ) ) alpha-lipoic acid for 20 days .	After the , subjects ingested 20 g x d ( - 1 ) of @DRUG$ monohydrate , 20 g x @DRUG$ - 1 ) of creatine monohydrate + g d ( 1 ) of sucrose , or 20 g x d ( - 1 ) of creatine monohydrate + g x d ( - 1 ) of sucrose + 1000 mg x d ( - ) of alpha-lipoic acid for 5 days .	Subjects ingested 20 g x d ( - 1 ) of @DRUG$ monohydrate , 20 g x @DRUG$ ( - 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose , or 20 g x d ( - 1 ) of creatine monohydrate + 100	0
0	(2) Flibanserin at 3 and 10 @DRUG$ kg(-1) significantly reduced extracellular 5-HT in the prefrontal cortex (by 30 and 45%) and dorsal raphe (35 and 44%), but had no effect on extracellular @DRUG$ in the ventral hippocampus.	( 2 ) Flibanserin at iii and 10 @DRUG$ kg ( - ane ) significantly reduced extracellular 5 - HT in the prefrontal cortex ( by 30 and 45 % ) and abaxial raphe ( 35 and forty four % ) , but had no effect on extracellular @DRUG$ in the ventral genus hippocampus .	( 2 ) Flibanserin , 3 and 10 @DRUG$ kg ( - 1 ) significantly reduced extracellular 5 - HT cortex the 35 in ( by 30 and 45 % ) and dorsal raphe ( no and the % ) at but had prefrontal effect on extracellular @DRUG$ in 44 ventral hippocampus .	( 2 ) Flibanserin at 3 and 10 @DRUG$ kg ( - 1 ) significantly reduced extracellular 5 - HT in the prefrontal cortex ( by 30 and 45 % and dorsal raphe ( 35 and 44 % ) , but had no effect on extracellular @DRUG$ in ventral hippocampus .	Flibanserin at 3 and 10 @DRUG$ kg ( - 1 ) significantly reduced extracellular 5 - HT in the prefrontal cortex ( by 30 and 45 % ) and dorsal raphe ( 35 and 44 % ) , but had no effect on extracellular @DRUG$ in the	0
0	With the approval of the soluble guanylate cyclase stimulator riociguat, an additional drug class has become available targeting a distinct molecular target in the @DRUG$ pathway @DRUG$ PDE5 inhibitors.	With the approval of the soluble guanylate cyclase stimulator riociguat , an additional drug class has become useable targeting a clear cut molecular fair game in the @DRUG$ pathway @DRUG$ PDE5 inhibitors .	With the approval stimulator the soluble available cyclase additional riociguat , an of drug class has become guanylate targeting a distinct molecular target in the @DRUG$ pathway @DRUG$ PDE5 inhibitors .	With the approval of the guanylate cyclase stimulator riociguat an additional class has become available targeting a distinct molecular target in the @DRUG$ pathway @DRUG$ PDE5 inhibitors .	@DRUG$ is a pathway that can be targeted by drugs such as riociguat, while @DRUG$ is a target of drugs such as PDE5 inhibitors.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, @DRUG$, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, @DRUG$; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This upshot focuses on the pursual choice of dose : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , movement - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , write in code ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( homo ) ; hMaxi -K , homo papillomavirus vaccinum ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , @DRUG$ , one - 1018 ; Lasofoxifene tartrate , larodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , @DRUG$ ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - two vitamin b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort excerpt , sunitinib malate ; tadalafil , tanaproget , taxus , tiotropium platitude , treprostinil sodium ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	NGFbeta issue focuses on the following selection , drugs : AAV - This , aprepitant , aripiprazole ISS atomoxetine ; Rasburicase beta-Methyl-6-chloromelatonin , BMS - 214662 , hydrochloride , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab Dexamet ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide efalizumab desloratadine , peginterferon , drospirenone of drospirenone hydrochloride ethinylestradiol , drotrecogin alfa ( , ) , duloxetine ( , dutasteride rimonabant ; , activated , iodine sodium Tadalafil escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin hydrochloride human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib - , indiplon , ertapenem ( i131 ) tositumomab , @DRUG$ , , mesylate 1018 ; Lasofoxifene tartrate , levodopa / carbidopa , entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , @DRUG$ ; Omalizumab ; Pegfilgrastim , Valdecoxib alfa - 2a , , alfa - 2 b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; ; , bortezomib / ; Satraplatin , St. John's Wort extract , sunitinib malate ; , , tanaproget / Taxus , tiotropium bromide , treprostinil sodium ; peginterferon , vardenafil hydrochloride hydrate Ecogramostim Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV NGFbeta , aprepitant aripiprazole , atomoxetine hydrochloride ; , - 214662 , bosentan ; Calcipotriol / betamethasone dipropionate , , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated , duloxetine hydrochloride , dutasteride Ecogramostim , efalizumab , ertapenem sodium , oxalate , eszopiclone ; Fenretinide Gefitinib , gestodene , ghrelin ( human ) hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate indiplon , iodine ( i131 ) tositumomab , @DRUG$ , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone , liposomal ; Nemifitide ditriflutate , @DRUG$ ; Omalizumab ; Pegfilgrastim , alfa - 2a peginterferon alfa - b phVEGF - , pimecrolimus , acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's extract , sunitinib malate ; Tadalafil , tanaproget Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; .	@DRUG$ is a drug that is related to @DRUG$.	0
0	@DRUG$ and ketotifen did not inhibit the synthesis of either leukotriene C4 or leukotriene B4 in the @DRUG$ cell free study.	@DRUG$ and ketotifen did not inhibit the synthesis of either leukotriene C4 or leukotriene B4 in the @DRUG$ cadre discharge study .	@DRUG$ and ketotifen of not inhibit the synthesis did either leukotriene C4 or leukotriene cell in the @DRUG$ B4 free study .	@DRUG$ ketotifen did not inhibit the synthesis of either leukotriene C4 or leukotriene in the @DRUG$ cell free study .	@DRUG$ does not inhibit the synthesis of ketotifen in the @DRUG$ cell free study .	0
1	Intravenous methamphetamine (0, 15 and 30 @DRUG$) was administered on three different days after 5 days of double-blind cross-over treatment with either @DRUG$ or matching placebo.	endovenous methamphetamine ( 0 , 15 and xxx @DRUG$ ) was administered on triplet different days after 5 days of double - blind cross-over treatment with either @DRUG$ or matching placebo .	Intravenous methamphetamine ( 0 , 15 and matching @DRUG$ double was administered on three different days after 5 days of ) - blind cross-over treatment with either @DRUG$ 30 or placebo .	Intravenous methamphetamine ( 0 , 15 and 30 @DRUG$ ) was administered on three different days 5 days of double - blind cross-over treatment with either @DRUG$ or matching placebo .	Methamphetamine was given to rats intravenously on three different days, after five days of being treated with either @DRUG$ or a placebo.	1
0	The dissociation between inhibition of apomorphine behavior and induction of catalepsy was @DRUG$ high for @DRUG$ (22) as for risperidone (20) and higher than for haloperidol (8), suggesting risperidone-like low extrapyramidal side effect liability.	The dissociation between inhibition of apomorphine behavior and inductive reasoning of catalepsy was @DRUG$ high for @DRUG$ ( 22 ) as for risperidone (  ) and higher than for haldol ( 8 ) , suggesting risperidone - like gloomy extrapyramidal side effect liability .	The dissociation between inhibition 20 apomorphine behavior and induction of catalepsy was @DRUG$ high for @DRUG$ ( for ) as ( risperidone ( of ) and higher than 22 - for 8 ) , suggesting risperidone haloperidol like low extrapyramidal side effect liability .	The dissociation between inhibition of apomorphine behavior and induction of was @DRUG$ high for @DRUG$ ( 22 ) as for risperidone ( 20 ) than for haloperidol ( 8 ) , suggesting risperidone - like low extrapyramidal effect liability .	The dissociation between inhibition of apomorphine behavior and induction of catalepsy was more pronounced for risperidone than for haloperidol, suggesting risperidone has a lower extrapyramidal side effect liability.	1
0	In addition to D-serine, ATB(0,+) transports D-alanine, D-methionine, @DRUG$-@DRUG$, and D-tryptophan.	In add on to D-serine , ATB ( cipher , + ) transports D-alanine , D-methionine , @DRUG$ - @DRUG$ , and D-tryptophan .	In addition to - , ATB D-methionine 0 , + ) transports D-alanine , ( , @DRUG$ D-serine @DRUG$ , and D-tryptophan .	addition to D-serine , ATB ( 0 , + ) transports D-alanine , D-methionine , @DRUG$ - @DRUG$ , and D-tryptophan .	@DRUG$ and @DRUG$ are transported by ATB ( 0 , + ) together.	0
0	A deficiency of the @DRUG$ transporter PiuA in @DRUG$. aeruginosa or both CirA and Fiu in Escherichia coli caused 16-fold increases in cefiderocol MICs, suggesting that these iron transporters contribute to the permeation of cefiderocol across the outer membrane.	A insufficiency of the @DRUG$ transporter PiuA in @DRUG$ . aeruginosa or both CirA and Fiu in Escherichia coli caused 16 - fold increases in cefiderocol MICs , paint a picture that these iron out transporters contribute to the permeation of cefiderocol crosswise the outer membrane .	A deficiency of the @DRUG$ transporter PiuA in @DRUG$ . outer cefiderocol both CirA and Fiu in Escherichia coli caused 16 - fold increases in contribute MICs , suggesting that these iron transporters or to the membrane of cefiderocol across the aeruginosa permeation .	A deficiency of the @DRUG$ transporter PiuA in @DRUG$ . aeruginosa or both and Fiu in Escherichia coli caused 16 fold increases MICs , suggesting that iron transporters contribute to permeation of cefiderocol across the outer membrane .	A deficiency of the @DRUG$ transporter PiuA in @DRUG$ . aeruginosa or both CirA and Fiu in Escherichia coli caused 16 - fold increases in cefiderocol MICs , suggesting that these iron transporters contribute to the permeation of c	0
0	On endothelial cells, @DRUG$-cleaved protein S (PSt) @DRUG$ well as protein S in complex with C4b-binding protein (C4BP) inhibited prothrombinase activity to the same extent as protein S did.	On endothelial cells , @DRUG$ - cleaved protein randomness ( PSt ) @DRUG$ well as protein randomness in complex with C4b- attach protein ( C4BP ) inhibited factor x activity to the same extent as protein randomness did .	On endothelial cells , @DRUG$ - cleaved protein S ( PSt ) @DRUG$ well as protein S in complex with C4b- the protein ( C4BP S inhibited prothrombinase ) to binding same extent as protein activity did .	On endothelial cells , @DRUG$ - cleaved protein S ( PSt ) @DRUG$ well as protein S in complex with C4b- binding protein ( C4BP ) inhibited prothrombinase activity same as protein S did .	@DRUG$ cleaved protein S (PSt) and @DRUG$, as well as protein S in complex with C4b-binding protein (C4BP), inhibited prothrombinase activity to the same extent as protein S did.	0
0	To determine the effect of add-on Quinacrine (Qn) treatment on serum BAFF levels and the effect of this treatment on SLE disease activity index (SLEDAI), antidsDNA and anticardiolipin (aCL) antibody levels, we treated 29 stable SLE patients, who were maintained on prednisolone and hydroxychloroquine and in some on @DRUG$ (AZT), with additional Qn (100 mg/@DRUG$) with an aim to further reduce disease activity.	To find the effect of impart - on mepacrine ( Qn ) treatment on blood serum BAFF levels and the effect of this treatment on SLE disease activity index ( SLEDAI ) , antidsDNA and anticardiolipin ( aCL ) antibody levels , we treated 29 unchanging SLE affected role , who were maintained on prednisolone and hydroxychloroquine and in some on @DRUG$ ( AZT ) , with extra Qn ( 100 mg / @DRUG$ ) with an take aim to further reduce disease activity .	) aim AZT on of add on on reduce ( To Qn treatment on serum BAFF levels and the effect of this treatment effect SLE 29 activity index ( SLEDAI ) , antidsDNA and anticardiolipin ( aCL ) antibody levels , we treated disease stable SLE patients , who were maintained on prednisolone and hydroxychloroquine and in some - @DRUG$ ( the ) , with additional Qn ( 100 mg / @DRUG$ ) with an determine to further Quinacrine disease activity .	To determine the effect of add - on Quinacrine ( Qn ) treatment on serum BAFF and the effect of this treatment on SLE disease activity index ( SLEDAI ) , antidsDNA and anticardiolipin ( aCL ) antibody levels , we treated 29 stable , who were maintained on prednisolone and hydroxychloroquine and in some on @DRUG$ ( AZT ) , additional Qn ( 100 mg / @DRUG$ ) with an aim further reduce disease activity .	We treated 29 stable SLE patients, who were maintained on prednisolone and hydroxychloroquine and in some on @DRUG$ (AZT), with additional Qn (100 mg/@DRUG$) with an aim to further reduce disease activity.	0
1	A linear pharmacokinetic-pharmacodynamic relationship has been found for acrivastine, astemizole, cetirizine, @DRUG$ and terfenadine, whereas nonlinear relationships have been calculated for ebastine (in the dog), levocabastine, @DRUG$, noberastine and terfenadine.	A additive pharmacokinetic - pharmacodynamic human relationship has been found for acrivastine , astemizole , cetirizine , @DRUG$ and terfenadine , whereas nonlinear relationship have been calculated for ebastine ( in the go after ) , levocabastine , @DRUG$ , noberastine and terfenadine .	A linear , - pharmacodynamic relationship has been found noberastine acrivastine , astemizole , for , @DRUG$ whereas terfenadine , and nonlinear relationships have been calculated cetirizine ebastine ( in the dog ) pharmacokinetic levocabastine , @DRUG$ , for and terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , cetirizine , @DRUG$ and terfenadine , whereas nonlinear relationships have been calculated for ebastine ( in the dog , levocabastine , @DRUG$ , noberastine terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , cetirizine , @DRUG$ and terfenadine , whereas nonlinear relationships have been calculated for ebastine ( in the dog ) , levocabastine	1
0	Clinically used compounds such as acetazolamide, methazolamide, ethoxzolamide, @DRUG$, brinzolamide, topiramate, zonisamide, celecoxib, and @DRUG$ were less effective hCA III inhibitors, with affinities in the range of 154-2200 microM.	Clinically used compounds such as acetazolamide , methazolamide , ethoxzolamide , @DRUG$ , brinzolamide , topiramate , zonisamide , celecoxib , and @DRUG$ were less good hCA trio inhibitors , with phylogenetic relation in the range of 154-2200 microM .	Clinically used III such as acetazolamide , methazolamide , ethoxzolamide less @DRUG$ , with , topiramate , zonisamide , celecoxib , and @DRUG$ were , effective hCA compounds inhibitors , brinzolamide affinities in the range of 154-2200 microM .	Clinically used compounds such as acetazolamide , methazolamide , ethoxzolamide , @DRUG$ , brinzolamide , topiramate , zonisamide , celecoxib , and @DRUG$ were less inhibitors , affinities in the range 154-2200 microM .	Clinically used compounds such as acetazolamide, methazolamide, ethoxzolamide, @DRUG$, brinzolamide, topiramate, zonisamide, celecoxib, and @DRUG$ were less effective hCA III inhibitors, with affin	0
0	In an in vivo study, @DRUG$ (30 mg/kg), cisapride (1.5 mg/kg), or @DRUG$ (3 mg/kg) was orally administered to male rats with or without oral pretreatment with ketoconazole (120 mg/kg) twice daily for 2 days.	In an in vivo study , @DRUG$ ( 30 mg / kg ) , cisapride ( 1.5 mg / kg ) , or @DRUG$ ( 3 mg / kg ) was orally parcel out to manlike rotter with or without oral examination pretreatment with ketoconazole ( 120 mg / kg ) double daily for 2 days .	with days in vivo study , @DRUG$ ( , mg / kg ) 30 cisapride ( 1.5 kg / kg ) , or @DRUG$ ( 3 mg / to ) was orally administered mg male rats with or without oral pretreatment In ketoconazole ( 120 mg / kg ) twice daily for 2 an .	In an in vivo study , @DRUG$ ( 30 mg / kg ) , cisapride ( 1.5 mg / kg ) , or @DRUG$ ( 3 mg / kg ) was orally administered to male rats with or without oral pretreatment with ketoconazole ( 120 kg twice daily for 2 days .	When rats were given @DRUG$ orally, followed by cisapride or @DRUG$ orally, the rats had a higher level of cisapride or DRUGB in their blood than when they were given cisapride or DRUGB orally without first being given DRUGA.	0
0	There was no significant difference in major bleeding rates with either dose of dabigatran etexilate compared with @DRUG$ (p=0.44 for 220 @DRUG$, p=0.60 for 150 mg).	There was no substantial difference in major haemorrhage rates with either dosage of dabigatran etexilate compared with @DRUG$ ( p=0.44 for 220 @DRUG$ , p=0.60 for 150 mg ) .	220 was no significant difference in major bleeding rates with either dose of dabigatran etexilate compared with @DRUG$ ( p=0.44 for There @DRUG$ , p=0.60 mg 150 for ) .	There was no significant difference in major bleeding rates with either dose of dabigatran etexilate compared with @DRUG$ ( p=0.44 for 220 @DRUG$ , p=0.60 for 150 mg ) .	There was no significant difference in major bleeding rates with either dose of dabigatran etexilate compared with @DRUG$ ( p=0.44 for 220 @DRUG$ , p=0.60 for 150 mg ) .	0
0	The inhibitory effect of @DRUG$ involves interactions with both factor @DRUG$ and factor Xa.	The repressive effect of @DRUG$ involves interactions with both factor @DRUG$ and factor Xa .	Xa inhibitory effect of @DRUG$ involves interactions with both factor @DRUG$ and factor The .	The effect of @DRUG$ involves interactions with both factor @DRUG$ and factor Xa .	@DRUG$ inhibits the activity of @DRUG$, which in turn inhibits the activity of factor Xa.	0
0	Meta-analysis of results from 226 patients showed that LRT decreased fasting glucose [0.75 SMD units (range 0.36-1.13), p=0.0001], HbA1c [0.49 (0.17-0.81), p=0.003], triglycerides [1.00 (0.69-1.31), @DRUG$<0.00001], total @DRUG$ [0.62 (0.21-1.02), p=0.003], liver volume [1.06 (0.51-1.61), p=0.0002] and AST [0.41 (0.10-0.73) p=0.01].	Meta-analysis of termination from 226 patients evince that LRT fall fasting glucose [ 0.75 SMD units ( range of a function 0.36-1.13 ) , p=0.0001 ] , HbA1 vitamin c [ 0.49 ( 0.17-0.81 ) , p=0.003 ] , triglycerides [ 1.00 ( 0.69- 1.31 ) , @DRUG$ <0.00001 ] , come @DRUG$ [ 0.62 ( 0.21-1.02 ) , p=0.003 ] , liver book [ 1.06 ( 0.51-1.61 ) , p=0.0002 ] and AST [ 0.41 ( 0.10 -0.73 ) p=0.01 ] .	Meta-analysis of results -0.73 226 patients showed that LRT decreased fasting glucose [ 0.75 SMD , ( range 0.36-1.13 ) from ] ] , HbA1 c [ 0.49 ( 0.17-0.81 ) , p=0.003 ] , triglycerides <0.00001 1.00 ( 0.69- 1.31 ) , @DRUG$ [ ] , total @DRUG$ [ 0.62 ( 0.21-1.02 ) ] p=0.003 p=0.0001 , liver volume [ 1.06 ( 0.51-1.61 ) , p=0.0002 ] and AST [ 0.41 units 0.10 ( ) p=0.01 , .	Meta-analysis of results from 226 patients showed that LRT decreased fasting glucose [ SMD units ( range 0.36-1.13 ) , p=0.0001 ] , HbA1 c [ 0.49 ( 0.17-0.81 ) , p=0.003 ] , triglycerides [ 1.00 0.69- 1.31 ) , @DRUG$ <0.00001 ] , total @DRUG$ [ 0.62 ( 0.21-1.02 ) , p=0.003 liver volume [ 1.06 ( ) , ] and AST [ 0.41 ( 0.10 -0.73 ) p=0.01 ] .	Meta-analysis of results from 226 patients showed that LRT decreased fasting glucose [ 0.75 SMD units ( range 0.36-1.13 ) , p=0.0001 ] , HbA1 c [ 0.49 ( 0.17-0.81 ) , p	1
0	The following organophosphates were tested for their ability to induce DNA damage in a rec-type repair test with Proteus mirabilis strains PG713 (rec- hcr-) and PG273 (wild type) and point mutations in his- strain TA100 of Salmonella typhimurium--butonate: O,O-dimethyl-(1-n-butyryloxy-2,2,2-trichloroethyl)-phosphonate; vinylbutonate: O,O-dimethyl-(n-butyryloxy-2,2-dichlorovinyl)-phosphonate; trichlorfon: O,O-dimethyl-(1-hydroxy-2,2,2-trichloroethyl)-phosphonate; @DRUG$: O,O-dimethyl-O-(2,2-dichlorovinyl)-phosphate; the demethylated derivatives--demethyldichlorvos: O-methyl-O-(2,2-dichlorovinyl)-@DRUG$; demethyl vinylbutonate: O-methyl-(1-n-butyryloxy-2,2-dichlorovinyl)phosphonic acid.	The following organophosphate were tested for their power to induce desoxyribonucleic acid damage in a rec-type repair try with Proteus mirabilis filter PG713 ( rec- hcr - ) and PG273 ( wild type ) and aim genetic mutation in his - strain TA100 of Salmonella typhimurium -- butonate : O,O-dimethyl-( 1-n-butyryloxy-2,2,2-trichloroethyl ) -phosphonate ; vinylbutonate : O,O-dimethyl-( n-butyryloxy-2,2-dichlorovinyl ) -phosphonate ; trichlorfon : O,O-dimethyl-( 1-hydroxy-2,2,2-trichloroethyl ) -phosphonate ; @DRUG$ : O,O-dimethyl-O-(2,2-dichlorovinyl ) - orthophosphate ; the demethylated derivatives -- demethyldichlorvos : O-methyl-O-(2,2-dichlorovinyl ) -@DRUG$ ; demethyl vinylbutonate : O-methyl-( 1-n-butyryloxy-2,2-dichlorovinyl ) phosphonic vitriolic .	The following organophosphates repair tested for their ability to induce ( damage in a rec-type ) test with O-methyl-O-(2,2-dichlorovinyl mirabilis in PG713 ( rec- trichlorfon - ) and PG273 DNA wild type were and point mutations strains his - strain butonate of Salmonella typhimurium -- TA100 : O,O-dimethyl-( 1-n-butyryloxy-2,2,2-trichloroethyl ) -phosphonate ; vinylbutonate : O,O-dimethyl-( n-butyryloxy-2,2-dichlorovinyl ) -phosphonate ; hcr demethylated O,O-dimethyl-( 1-hydroxy-2,2,2-trichloroethyl ) -phosphonate ; @DRUG$ : O,O-dimethyl-O-(2,2-dichlorovinyl ) ) phosphate ; the : derivatives -- demethyldichlorvos : Proteus - -@DRUG$ ; demethyl vinylbutonate : O-methyl-( 1-n-butyryloxy-2,2-dichlorovinyl ) phosphonic acid .	The following organophosphates were tested for their ability to induce DNA damage in a rec-type repair test with mirabilis strains PG713 rec- hcr - ) and PG273 wild type ) and mutations in his - strain TA100 Salmonella typhimurium -- butonate : O,O-dimethyl-( 1-n-butyryloxy-2,2,2-trichloroethyl ) -phosphonate ; vinylbutonate O,O-dimethyl-( n-butyryloxy-2,2-dichlorovinyl ) -phosphonate ; trichlorfon : O,O-dimethyl-( 1-hydroxy-2,2,2-trichloroethyl ) -phosphonate ; @DRUG$ : O,O-dimethyl-O-(2,2-dichlorovinyl ) - phosphate ; the demethylated derivatives -- demethyldichlorvos : O-methyl-O-(2,2-dichlorovinyl ) -@DRUG$ ; demethyl vinylbutonate : O-methyl-( 1-n-butyryloxy-2,2-dichlorovinyl ) phosphonic acid .	@DRUG$ is a chemical that is similar to @DRUG$, but it is less harmful. DRUGA is used to treat pests, while DRUGB is used to kill pests.	0
0	RESULTS: @DRUG$, a soluble prodrug of 9-beta-@DRUG$- arabinofuranosylguanine (ara-G), is a novel purine antimetabolite antineoplastic that preferentially accumulates in T-cells.	RESULTS : @DRUG$ , a soluble prodrug of nine - beta- @DRUG$ - arabinofuranosylguanine ( genus ara - G ) , is a novel purine antimetabolite antineoplastic drug that preferentially accumulates in T-cells .	( : @DRUG$ , a soluble prodrug of 9 - beta- @DRUG$ - arabinofuranosylguanine RESULTS ara - G preferentially , is a novel antimetabolite purine antineoplastic that ) accumulates in T-cells .	RESULTS : @DRUG$ , soluble prodrug of 9 - beta- @DRUG$ - arabinofuranosylguanine ( ara - G ) , is a purine antimetabolite antineoplastic that preferentially in T-cells .	@DRUG$ is a soluble prodrug of 9 - beta- @DRUG$ - arabinofuranosylguanine ( ara - G ). This means that DRUGA is a drug that is converted into 9 - beta- DRUGB - arabinofuranosylgu	0
0	It is a weak activator of PPAR gamma (EC(50) of 0.284 micromol/@DRUG$) compared to @DRUG$ (EC(50) 0.009 micromol/L).	it is a watery activator of PPAR gamma ( EC ( 50 ) of 0.284 micromol / @DRUG$ ) equate to @DRUG$ ( EC ( 50 ) 0.009 micromol / L ) .	It is a 50 activator of PPAR gamma ( EC ( 50 ) of 0.284 micromol ( @DRUG$ ) compared to @DRUG$ / EC ) weak ) 0.009 micromol / L ( .	is a weak activator of PPAR gamma ( EC ( 50 ) of 0.284 micromol / @DRUG$ ) compared to @DRUG$ ( EC ( 50 ) 0.009 micromol / L ) .	@DRUG$ is a weak activator of PPAR gamma compared to @DRUG$.	0
0	Similarly, in a double-blind, randomized study, the rate of optimal follicular development was significantly higher in women with hypogonadotropic hypogonadism and profound LH deficiency receiving subcutaneous @DRUG$ 75 IU/day plus @DRUG$ than in those receiving placebo plus follitropin alfa.	Similarly , in a double- blind , randomise study , the place of optimal follicular development was significantly higher in women with hypogonadotropic hypogonadism and profound LH lack receiving subcutaneous @DRUG$ 75 IU / clarence day plus @DRUG$ than in those receiving placebo plus follitropin alfa .	Similarly , in a hypogonadotropic blind , randomized study in the rate of optimal follicular development was significantly higher in women with double- hypogonadism and deficiency LH alfa receiving subcutaneous @DRUG$ 75 IU / day plus @DRUG$ than , those receiving placebo plus follitropin profound .	Similarly , in a double- , randomized study , the rate optimal follicular development was significantly higher in women with hypogonadotropic and profound LH deficiency receiving subcutaneous @DRUG$ 75 IU / plus @DRUG$ than in those receiving placebo plus follitropin alfa .	The rate of optimal follicular development was significantly higher in women with hypogonadotropic hypogonadism and profound LH deficiency receiving subcutaneous @DRUG$ 75 IU / day plus @DRUG$ than in those receiving placebo plus follitropin alfa .	0
0	Ponazuril was readily absorbed following oral administration; and after 7 days of dosing, the serum concentration was 4.33 +/- 1.10 @DRUG$/L, and the mean CSF concentration was 0.162 +/- 0.05 mg/@DRUG$.	Ponazuril was readily absorbed following oral judicature ; and after 7 days of dose , the serum engrossment was 4.33 +/- 1.10 @DRUG$ / L , and the mean CSF engrossment was 0.162 +/- 0.05 mg / @DRUG$ .	Ponazuril was readily absorbed following oral administration ; 4.33 after 7 concentration of dosing , the serum concentration was and +/- 1.10 @DRUG$ / L , and the mean CSF days / 0.162 +/- 0.05 mg was @DRUG$ .	Ponazuril was readily absorbed following oral administration ; and after 7 days of dosing , the serum concentration was 4.33 +/- 1.10 @DRUG$ / , and the mean CSF concentration +/- 0.05 mg / @DRUG$ .	Ponazuril was readily absorbed following oral administration ; and after 7 days of dosing , the serum concentration was 4.33 +/- 1.10 @DRUG$ / L , and the mean CSF concentration was 0.162 +/- 0.05 mg / @DRUG$ ."P	0
0	Every 7 @DRUG$ the treating psychiatrist could increase the @DRUG$ dose by 3 mg per day if clinically necessary.	Every 7 @DRUG$ the treat psychiatrist could increase the @DRUG$ dose by 3 mg per twenty four hours if clinically necessary .	mg 7 @DRUG$ the treating psychiatrist could increase the @DRUG$ dose clinically 3 Every per day if by necessary .	Every 7 @DRUG$ the treating could increase the @DRUG$ dose by 3 mg day if clinically necessary .	For every 7 @DRUG$, the treating psychiatrist could increase the @DRUG$ dose by 3 mg per day if clinically necessary.	0
0	This study aimed to characterise the pharmacokinetics of dacomitinib, a pan-@DRUG$ receptor @DRUG$ kinase inhibitor, and its metabolite, PF-05199265, in healthy Chinese subjects.	This meditate place to characterise the pharmacokinetics of dacomitinib , a pan-@DRUG$ receptor @DRUG$ kinase inhibitor , and its metabolite , PF -05199265 , in healthy Chinese subjects .	This study aimed to characterise the pharmacokinetics of dacomitinib , metabolite pan-@DRUG$ receptor Chinese kinase inhibitor , and its a , PF -05199265 , in healthy @DRUG$ subjects .	This study to characterise pharmacokinetics of dacomitinib , a pan-@DRUG$ receptor @DRUG$ kinase , and its metabolite , PF -05199265 , healthy subjects .	Dacomitinib is a drug that inhibits the activity of several different types of @DRUG$ receptors, while PF-05199265 is its active metabolite. The pharmacokinetics of dacomitinib and PF-05199265 were studied in healthy Chinese subjects.	1
0	The 6-minute walk distance increased in all ambrisentan groups; mean placebo-corrected treatment effects were 31 m (P=0.008) and 51 m (@DRUG$<0.001) in ARIES-1 for 5 and 10 @DRUG$ ambrisentan, respectively, and 32 m (P=0.022) and 59 m (P<0.001) in ARIES-2 for 2.5 and 5 mg ambrisentan, respectively.	The 6 - minute pass distance increased in all ambrisentan groups ; mean placebo-corrected treatment outcome were 31 m ( P=0.008 ) and  m ( @DRUG$ < 0.001 ) in aries - unity for fivesome and 10 @DRUG$ ambrisentan , respectively , and 32 m ( P=0.022 ) and 59 m ( P< 0.001 ) in aries - 2 for 2.5 and fivesome mg ambrisentan , respectively .	The 6 - minute walk ARIES increased in all ambrisentan groups ; mean placebo-corrected treatment effects were 31 m - P=0.008 ) and < m ( @DRUG$ 51 59 ) in ARIES - 1 for for 5 10 @DRUG$ ambrisentan , respectively , and 32 m ( P=0.022 ) and 0.001 m ( P< 0.001 ) in distance ( 2 and 2.5 and 5 mg ambrisentan , respectively .	The 6 - minute distance increased all ambrisentan groups ; mean placebo-corrected treatment effects were 31 m ( P=0.008 ) and 51 m ( @DRUG$ < 0.001 ) in - for 5 and 10 @DRUG$ ambrisentan , respectively , m ( ) and 59 m ( P< 0.001 ) in - 2 for 2.5 and 5 mg ambrisentan , respectively .	The 6 - minute walk distance increased in all ambrisentan groups ; mean placebo-corrected treatment effects were 31 m ( P=0.008 ) and 51 m ( @DRUG$ < 0.001 ) in ARIES - 1 for 5 and 10 @DRUG$ ambrisentan	0
0	The changes in u-AGT were significantly associated with changes in UACR (@DRUG$ = 0.411, @DRUG$ = 0.046); however, there was no significant relationship between the changes in u-AGT and those in SBP or DBP.	The changes in u-AGT were significantly connect with changes in UACR ( @DRUG$ = 0.411 , @DRUG$ = 0.046 ) ; nevertheless , there was no substantial family relationship between the changes in u-AGT and those in SBP or DBP .	The changes in u-AGT were SBP associated with changes in UACR ( @DRUG$ = 0.411 in @DRUG$ = 0.046 , ; however ) there was no significant relationship between and changes in u-AGT the those , significantly or DBP .	The changes in u-AGT were significantly with changes in UACR ( @DRUG$ = 0.411 , @DRUG$ = 0.046 ) ; however there was no significant relationship between the changes in u-AGT and in SBP DBP .	The changes in u-AGT were significantly associated with changes in UACR ( @DRUG$ = 0.411 , @DRUG$ = 0.046 ); however, there was no significant relationship between the changes in u-AGT and those in SBP or DBP.	0
0	So far, @DRUG$ has been available as a sublingual tablet and @DRUG$ a solution for IV injection.	So far , @DRUG$ has been available as a sublingual tablet and @DRUG$ a resolution for IV injection .	So far , @DRUG$ has and available as a sublingual tablet been @DRUG$ a solution for IV injection .	So far @DRUG$ has been available as a sublingual tablet and @DRUG$ a solution for IV injection .	So far, @DRUG$ has been available as a sublingual tablet and @DRUG$ a solution for IV injection.	0
0	In its fully reduced form (tetrahydrofolate), folate serves @DRUG$ a 1-carbon donor for synthesis of purines and thymidine as well as in the remethylation cycle of @DRUG$ to methionine.	In its fully contract contour ( tetrahydrofolate ) , folic acid serves @DRUG$ a 1 - carbon donor for synthesis of purines and thymidine as well as in the remethylation cycle of @DRUG$ to methionine .	In its fully reduced form ( tetrahydrofolate ) , the serves @DRUG$ a 1 methionine as donor for synthesis of purines and thymidine carbon well as in folate remethylation cycle of @DRUG$ to - .	In its fully reduced form ( tetrahydrofolate ) , folate serves @DRUG$ a 1 - carbon donor synthesis of purines and thymidine as well as in the remethylation cycle of @DRUG$ to methionine .	@DRUG$ is a necessary component in the synthesis of purines and thymidine, as well as in the remethylation cycle of @DRUG$ to methionine.	0
0	Currently, 6 prescription OM3FA formulations are approved in the United States: omega-3-acid ethyl esters (Lovaza, Omtryg, and 2 generic formulations), @DRUG$-carboxylic acids (Epanova), which contain both EPA and @DRUG$, and icosapent ethyl (Vascepa), which is an EPA-only formulation.	currently , 6 prescription OM3 fa formulations are approved in the unify States : omega - terzetto - acidic ethyl ester ( Lovaza , Omtryg , and 2 generic formulations ) , @DRUG$ - carboxylic acids ( Epanova ) , which contain both EPA and @DRUG$ , and icosapent ethyl ( Vascepa ) , which is an EPA - only formulation .	Currently , 6 prescription OM3 FA ( omega approved in the United only : are - 3 - acid ethyl esters formulations Lovaza , Omtryg , and States generic formulations both , @DRUG$ - carboxylic acids ( , ) , which contain ) EPA and @DRUG$ Epanova and icosapent ethyl ( Vascepa ) , which is an EPA - 2 formulation .	Currently 6 prescription OM3 FA formulations are approved in the United States : - 3 - acid ethyl esters ( Lovaza , Omtryg , and 2 formulations ) , @DRUG$ - carboxylic acids ( Epanova ) , which contain both EPA and @DRUG$ , and icosapent ethyl ( Vascepa ) , which is an EPA - only formulation	There are currently six prescription OM3 FA formulations that are approved in the United States. These formulations include omega-3-acid ethyl esters, @DRUG$-carboxylic acids, and icosapent ethyl.	1
1	In double-blind randomised comparative studies, moexipril 7.5 to 15 @DRUG$ once daily showed similar efficacy to other antihypertensive agents, including captopril, hydrochlorothiazide, atenolol, metoprolol, sustained release verapamil and @DRUG$.	In double - blind randomised comparative studies , moexipril 7.5 to  @DRUG$ once daily showed similar efficacy to other antihypertensive agents , including captopril , hydrodiuril , atenolol , metoprolol , nurture release verapamil and @DRUG$ .	In double - blind randomised comparative studies , moexipril 7.5 to 15 @DRUG$ once metoprolol showed similar efficacy to other release agents , including captopril , hydrochlorothiazide , atenolol , daily , sustained antihypertensive verapamil and @DRUG$ .	In - comparative studies moexipril 7.5 to 15 @DRUG$ once daily showed efficacy to other agents , including captopril , hydrochlorothiazide , atenolol , metoprolol , release verapamil and @DRUG$ .	Double-blind, randomized comparative studies have shown that moexipril is similarly effective as other antihypertensive agents, including captopril, hydrochlorothiazide, atenolol, metoprolol, and sustained release verapamil.	1
0	Ferrous bisglycinate 25 mg @DRUG$ is as effective as ferrous sulfate 50 @DRUG$ iron in the prophylaxis of iron deficiency and anemia during pregnancy in a randomized trial.	Ferrous bisglycinate 25 mg @DRUG$ is as effective as ferrous sulfate 50 @DRUG$ iron in the prophylaxis of iron want and anemia during pregnancy in a randomized run .	Ferrous bisglycinate 25 mg @DRUG$ is as effective as 50 sulfate ferrous @DRUG$ iron in the prophylaxis of iron deficiency a anemia during pregnancy in and randomized trial .	Ferrous 25 mg @DRUG$ is effective as 50 @DRUG$ iron in the prophylaxis of iron deficiency and anemia during pregnancy in a randomized trial .	Ferrous bisglycinate 25 mg @DRUG$ is as effective as ferrous sulfate 50 @DRUG$ iron in the prophylaxis of iron deficiency and anemia during pregnancy in a randomized trial .	0
0	In animal studies, @DRUG$ is as efficacious as @DRUG$ with respect to improvement of survival rate.	In animal studies , @DRUG$ is as efficacious as @DRUG$ with respect to improvement of survival value .	In animal studies , @DRUG$ survival as efficacious as @DRUG$ with respect to improvement of is rate .	animal studies , @DRUG$ is as efficacious as @DRUG$ respect to improvement of survival rate .	Drug A is just as effective as Drug B in improving survival rates in animal studies.	1
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, @DRUG$, oxytetracycline and tetracycline), three antiprotozoal agents (diclazuril, @DRUG$ and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	A compendious adopt of the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) ,  antimicrobic agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , @DRUG$ , oxytetracycline and achromycin ) , three antiprotozoal agents ( diclazuril , @DRUG$ and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovid sth ) and one tranquilizing factor ( azaperone ) .	A summary and of one Committee 's evaluations of toxicological and residue data , a variety of veterinary follows : five anthelminthic agents ( eprinomectin , febantel , fenbendazole on oxfendazole and moxidectin ) , seven antimicrobial agents azaperone gentamicin , one benzylpenicillin , sarafloxacin , oxytetracycline , @DRUG$ , spectinomycin and tetracycline ) , three , agents ( diclazuril antiprotozoal @DRUG$ drugs nicarbazin ) , procaine glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovine somatotropins ) and the tranquilizing agent ( ( ) .	summary follows the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , , , oxfendazole and moxidectin , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , spectinomycin , @DRUG$ oxytetracycline and tetracycline ) , three antiprotozoal agents ( diclazuril , @DRUG$ and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production aid ( bovine somatotropins ) and one tranquilizing agent ( ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents, seven antimicrobial agents, three antiprotozoal agents, one glucocorticosteroid, one production aid and one tranquilizing agent. Of these, the Committee	1
0	Anti-inflammatory effect of @DRUG$ and @DRUG$ by in vitro IL-17 modulation.	Anti-inflammatory effect of @DRUG$ and @DRUG$ by in vitro  - 17 modulation .	Anti-inflammatory effect of @DRUG$ and @DRUG$ IL in vitro by - 17 modulation .	Anti-inflammatory effect of @DRUG$ and @DRUG$ by in vitro IL - 17 .	@DRUG$ and @DRUG$ have an anti-inflammatory effect by in vitro IL - 17 modulation .	0
1	@DRUG$ clearance may be impaired if @DRUG$ is coadministered.	@DRUG$ clearance crataegus oxycantha be impaired if @DRUG$ is coadministered .	@DRUG$ clearance may is impaired if @DRUG$ be coadministered .	@DRUG$ clearance may impaired if @DRUG$ is coadministered .	If you take @DRUG$ with @DRUG$, DRUGA's clearance may be impaired.	0
0	The oral administration of zaleplon (0.25-1.0 mg/kg), triazolam (0.0625-0.25 mg/kg), @DRUG$ (1.0-4.0 mg/kg), brotizolam (0.0625-0.25 @DRUG$/kg), and nitrazepam (0.125-0.5 mg/kg) lengthened the total sleep in a dose-dependent manner.	The viva voce administration of zaleplon ( 0.25 - 1.0 milligram / kg ) , halcion ( 0.0625-0.25 milligram /kg ) , @DRUG$ ( 1.0-4.0 milligram / kg ) , brotizolam ( 0.0625-0.25 @DRUG$ / kg ) , and nitrazepam ( 0.125-0.5 milligram / kg ) lengthened the tot up sleep in a dose-dependent style .	The oral administration of zaleplon ( 0.0625-0.25 - 1.0 mg / kg ) , triazolam ) 0.25 , /kg ) , @DRUG$ ( 1.0-4.0 mg / kg ) mg brotizolam ( 0.0625-0.25 @DRUG$ / kg / , and nitrazepam ( kg mg ( 0.125-0.5 ) lengthened the total sleep in a dose-dependent manner .	The oral administration of zaleplon ( 0.25 - 1.0 mg / kg ) , triazolam ( 0.0625-0.25 /kg ) @DRUG$ 1.0-4.0 mg / kg ) , brotizolam ( 0.0625-0.25 @DRUG$ kg ) , and nitrazepam ( / kg ) lengthened the sleep in a dose-dependent manner .	The more @DRUG$ that is given, the longer the total sleep will be.	1
0	Effect of pyridoxal phosphate deficiency on aromatic @DRUG$-amino acid decarboxylase activity with L-DOPA and L-5-hydroxytryptophan @DRUG$ substrates in rats.	Effect of pyridoxamine orthophosphate deficiency on aromatic @DRUG$ - amino acid decarboxylase activity with L-DOPA and L-5- hydroxytryptophan @DRUG$ substrates in rats .	acid of in phosphate deficiency on aromatic @DRUG$ - amino Effect decarboxylase activity with L-DOPA and L-5- hydroxytryptophan @DRUG$ substrates pyridoxal rats .	Effect of pyridoxal phosphate deficiency on aromatic @DRUG$ - amino acid activity with L-5- hydroxytryptophan @DRUG$ substrates in rats .	Pyridoxal phosphate deficiency decreases the activity of the enzyme that converts L-DOPA and L-5- hydroxytryptophan into the neurotransmitters dopamine and serotonin, respectively, in rats.	1
0	Activity of 15 compounds, given alone or in mixtures [butamisole, cambendazole, caviphos, febantel (alone or with trichlorfon), fenbendazole, ivermectin, @DRUG$-@DRUG$, oxfendazole, oxibendazole, pyrantel pamoate (alone or with piperazine-carbon disulfide complex), thiabendazole (alone or with piperazine or with trichlorfon), tioxidazole, and trichlorfon], against Thelazia lacrymalis was evaluated in 102 equids.	Activity of 15 compound , give way alone or in motley [ butamisole , cambendazole , caviphos , febantel ( alone or with trichlorfon ) , fenbendazole , ivermectin , @DRUG$ - @DRUG$ , oxfendazole , oxibendazole , pyrantel pamoate ( alone or with piperazine - carbon copy disulfide composite ) , thiabendazole ( alone or with piperazine or with trichlorfon ) , tioxidazole , and trichlorfon ] , against Thelazia lacrymalis was measure in 102 equid .	Activity of 15 compounds , butamisole alone or in mixtures fenbendazole piperazine , cambendazole , caviphos , febantel ( alone tioxidazole with trichlorfon ) , [ , ivermectin , @DRUG$ was @DRUG$ , oxfendazole , - , pyrantel pamoate ( alone or with piperazine - carbon disulfide complex ) , thiabendazole ( alone or with given or with trichlorfon ) , or , and trichlorfon ] , against Thelazia lacrymalis oxibendazole evaluated in 102 equids .	Activity of 15 , given alone or in mixtures [ butamisole , cambendazole , caviphos , febantel ( alone or with trichlorfon , fenbendazole , ivermectin , @DRUG$ - @DRUG$ oxfendazole , oxibendazole , pamoate ( alone with piperazine - carbon complex ) , thiabendazole ( alone with piperazine or with ) , , and trichlorfon ] against Thelazia was evaluated in equids .	The activity of 15 compounds against Thelazia lacrymalis was evaluated in 102 equids, with either the compounds given alone or in mixtures. The results showed that the activity of the compounds was affected by the presence of other compounds, with some compounds being more active when given in combination	1
0	Assessment of the @DRUG$ and @DRUG$ reuptake blocking properties of duloxetine in healthy subjects.	Assessment of the @DRUG$ and @DRUG$ re uptake blocking properties of duloxetine in healthy subjects .	of Assessment the @DRUG$ and @DRUG$ reuptake blocking properties of duloxetine in healthy subjects .	Assessment of the @DRUG$ and @DRUG$ blocking properties of duloxetine in healthy subjects .	The study found that duloxetine blocks the reuptake of both @DRUG$ and @DRUG$.	0
0	Nicorandil relaxes coronary vascular smooth muscle by stimulating guanylyl cyclase and increasing @DRUG$ (cGMP) levels (@DRUG$ shown first in our laboratory) as well as by a second mechanism resulting in activation of K+ channels and hyperpolarization.	Nicorandil relaxes coronary vascular smooth muscular tissue by get guanylyl cyclase and increasing @DRUG$ ( cGMP ) levels ( @DRUG$ shown first in our laboratory ) as well as by a second mechanism ensue in activation of g + channels and hyperpolarization .	Nicorandil relaxes coronary vascular cyclase muscle by stimulating guanylyl smooth and increasing @DRUG$ ( cGMP ) levels ( @DRUG$ shown first in our channels ) as well as and a second mechanism resulting in activation of K + laboratory by hyperpolarization .	Nicorandil relaxes coronary vascular smooth muscle by stimulating guanylyl cyclase and increasing @DRUG$ ( cGMP ) levels ( @DRUG$ shown first in our laboratory as well as by a second mechanism in activation of K + and hyperpolarization .	Nicorandil relaxes coronary vascular smooth muscle by stimulating guanylyl cyclase and increasing @DRUG$ ( cGMP ) levels ( @DRUG$ shown first in our laboratory ) as well as by a second mechanism resulting in activation of K + channels and hyperpolarization .	0
0	TMG and NES are the most potent progestins synthesized to date, followed by two of the older progestins, keto-@DRUG$ (keto-DSG) and @DRUG$ (LNG).	TMG and NES are the most powerful progestins synthesized to date , followed by deuce of the senior progestins , keto- @DRUG$ ( keto - DSG ) and @DRUG$ ( LNG ) .	TMG two NES are the most potent progestins synthesized to date , followed by , of progestins older the and keto- @DRUG$ ( keto - DSG ) and @DRUG$ ( LNG ) .	TMG and NES are the most potent progestins synthesized to date , followed by two of the older progestins , keto- @DRUG$ ( keto - DSG ) and @DRUG$ ( LNG .	TMG and NES are the most potent progestins synthesized to date. They are followed by two of the older progestins, keto-@DRUG$ (keto-DSG) and @DRUG$ (LNG).	0
0	We utilized @DRUG$-butyrate-BSA @DRUG$ a coating antigen for ELISA development.	We utilized @DRUG$ - butyrate -BSA @DRUG$ a coating antigen for ELISA evolution .	We utilized @DRUG$ - butyrate -BSA @DRUG$ for coating antigen a ELISA development .	utilized @DRUG$ - butyrate -BSA @DRUG$ a coating antigen for ELISA development .	We used @DRUG$ - butyrate - as a coating antigen for ELISA development .	1
1	@DRUG$ did not affect @DRUG$ or lamotrigine exposures.	@DRUG$ did not affect @DRUG$ or lamotrigine exposure .	@DRUG$ not did affect @DRUG$ or lamotrigine exposures .	@DRUG$ did not affect @DRUG$ or lamotrigine exposures .	There was no change in the amount of @DRUG$ that was absorbed into the body, or in the amount of lamotrigine that was absorbed into the body, when the two drugs were taken together.	1
0	The most well studied anticancer drugs are tamoxifen, megestrol acetate, medroxyprogesterone acetate, @DRUG$ acetate, @DRUG$ and letrozole.	The most well studied antitumour drugs are tamoxifen , megestrol acetate , provera acetate , @DRUG$ acetate , @DRUG$ and letrozole .	acetate most , studied anticancer drugs are tamoxifen , megestrol acetate , medroxyprogesterone The , @DRUG$ acetate well @DRUG$ and letrozole .	The most well studied anticancer drugs are tamoxifen , megestrol acetate medroxyprogesterone acetate , @DRUG$ acetate , @DRUG$ and .	The most well studied anticancer drugs are tamoxifen, megestrol acetate, medroxyprogesterone acetate, @DRUG$ acetate, @DRUG$ and letrozole.	0
0	The 15 most frequently positive allergens were nickel @DRUG$ (19.0%), Myroxilon pereirae (balsam of Peru, 11.9%), fragrance mix I (11.5%), quaternium-15 (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), potassium dichromate (4.8%), carba mix (3.9%), thiuram mix (3.9%), @DRUG$ (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The xv most oft positive allergen were atomic number  @DRUG$ ( 19.0 % ) , Myroxilon pereirae ( balsam of republic of peru , 11.9 % ) , scent mix iodine ( 11.5 % ) , quaternium - xv ( 10.3 % ) , fradicin ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , atomic number  chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , k dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , @DRUG$ ( 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently / allergens , nickel @DRUG$ ( 19.0 % ) , Myroxilon ) ( balsam of ( , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) , neomycin carba 10.0 % ) ) ) ( 9.2 % ) , formaldehyde ( 9.0 % ( , cobalt chloride ) 8.4 % , , methyldibromoglutaronitrile positive phenoxyethanol ( 5.8 % pereirae were % ( 5.0 % ) , potassium dichromate ( 4.8 % and , ) mix ( 3.9 % ) , thiuram mix ( 3.9 p-phenylenediamine ) , @DRUG$ ( 3.7 % Peru , ) 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % bacitracin .	15 most frequently positive allergens were nickel @DRUG$ ( 19.0 % ) , Myroxilon pereirae ( balsam Peru , % ) fragrance mix I ( 11.5 % ) quaternium - ( 10.3 % ) , neomycin ( 10.0 % ) , bacitracin ( 9.2 ) , formaldehyde ( 9.0 % ) , cobalt chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , potassium dichromate ( 4.8 % ) carba mix ( % ) , thiuram mix ( 3.9 ) , @DRUG$ ( 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel @DRUG$ ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % )	1
0	Seven of these combine 2 drugs together in a single pill: Edarbyclor (azilsartan/chlorthalidone), Exforge (amlodipine/valsartan), Azor (olmesartan/@DRUG$), Twynsta (amlodipine/@DRUG$), Tekturna HCT [aliskiren/hydrochlorothiazide (HCTZ)], Valturna (aliskiren/valsartan), Tekamlo (aliskiren/amlodipine).	Seven of these coalesce  drug in concert in a exclusive pill : Edarbyclor ( azilsartan/ hygroton ) , Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / @DRUG$ ) , Twynsta ( amlodipine / @DRUG$ ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( HCTZ ) ] , Valturna ( aliskiren / valsartan ) , Tekamlo ( aliskiren / amlodipine ) .	) of these combine 2 drugs together in a single pill : Edarbyclor azilsartan/ ( chlorthalidone / , Exforge ( amlodipine / valsartan ) / Azor ( olmesartan Seven @DRUG$ ) , Twynsta ( amlodipine / @DRUG$ ) , Tekturna HCT [ aliskiren hydrochlorothiazide HCTZ ( / ) ] , Valturna ( aliskiren , valsartan ) , Tekamlo ( aliskiren / amlodipine ) .	Seven of these combine 2 drugs together in a pill Edarbyclor ( azilsartan/ chlorthalidone ) Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / @DRUG$ ) , Twynsta ( amlodipine / @DRUG$ ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( HCTZ ) , Valturna ( aliskiren / valsartan ) Tekamlo ( aliskiren / amlodipine ) .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / @DRUG$ ) , Twyn	1
1	Cinacalcet has no significant interaction with @DRUG$ carbonate or sevelamer hydrochloride, @DRUG$ binders commonly used in the treatment of patients with CKD receiving dialysis.	Cinacalcet has no substantial interaction with @DRUG$ carbonate or sevelamer hydrochloride , @DRUG$ binders commonly expend in the treatment of patients with CKD receiving dialysis .	Cinacalcet has no treatment interaction with @DRUG$ carbonate or significant hydrochloride , @DRUG$ binders commonly used in the sevelamer of patients with CKD receiving dialysis .	Cinacalcet has no significant interaction with @DRUG$ carbonate or sevelamer , @DRUG$ binders commonly used the treatment of patients with CKD receiving dialysis .	Cinacalcet has no significant interaction with @DRUG$ carbonate or sevelamer hydrochloride , @DRUG$ binders commonly used in the treatment of patients with CKD receiving dialysis .	0
1	Treatment of women with MPA or aminoglutethimide, two drugs known to increase the rates of @DRUG$ and @DRUG$ metabolism, respectively, did not alter MCRMPA.	Treatment of women with MPA or aminoglutethimide , deuce dose known to increase the rates of @DRUG$ and @DRUG$ metabolism , respectively , did not alter MCRMPA .	Treatment of women with MPA or aminoglutethimide , two drugs known to did the MCRMPA of @DRUG$ and @DRUG$ metabolism , respectively , increase not alter rates .	Treatment of women with MPA or two drugs known to increase the rates @DRUG$ and @DRUG$ metabolism , respectively , did not alter MCRMPA .	MPA or aminoglutethimide treatment did not alter MCRMPA.	1
0	BACKGROUND: Eslicarbazepine acetate (@DRUG$) is a new antiepileptic drug (AED) licensed @DRUG$ adjunctive therapy in adults with partial-onset or focal seizures.	BACKGROUND : Eslicarbazepine acetate ( @DRUG$ ) is a new anticonvulsant drug ( AED ) licensed @DRUG$ adjunctive therapy in adults with partial - onset or focal ictus .	licensed : Eslicarbazepine acetate ( @DRUG$ ) - a new antiepileptic drug ( AED ) BACKGROUND @DRUG$ adjunctive therapy in adults with partial is onset or focal seizures .	BACKGROUND : acetate ( @DRUG$ is a new antiepileptic drug ( AED ) @DRUG$ adjunctive therapy in adults with partial - onset focal seizures .	Eslicarbazepine acetate (@DRUG$) is a new antiepileptic drug (AED) licensed for use as an adjunctive therapy in adults with partial-onset or focal seizures.	1
0	In primary hepatocytes and H4IIE hepatoma cells we found that antihyperglycaemic diguanides DG5-DG10 and the biguanide @DRUG$ were up to 1000-fold more potent than metformin on cell signalling responses, gluconeogenic promoter expression and hepatocyte @DRUG$ production.	hoosier state primary hepatocytes and H4IIE hepatoma jail cell we base that antihyperglycaemic diguanides DG5 - DG10 and the biguanide @DRUG$ were up to 1000 - fold more potent than metformin on cellular telephone signalling responses , gluconeogenic promoter expression and hepatocyte @DRUG$ production .	In primary hepatocytes and H4IIE hepatoma cells we found that the diguanides DG5 - DG10 and fold biguanide @DRUG$ were hepatocyte to 1000 - antihyperglycaemic up potent than metformin on cell signalling responses , gluconeogenic promoter expression and more @DRUG$ production .	In primary hepatocytes H4IIE hepatoma cells we found that diguanides DG5 DG10 and the biguanide @DRUG$ were up 1000 - fold more potent than metformin on cell signalling responses , gluconeogenic promoter expression and hepatocyte @DRUG$ production .	@DRUG$ is up to 1000 - fold more potent than metformin on cell signalling responses, gluconeogenic promoter expression and hepatocyte @DRUG$ production.	0
0	MEASUREMENTS AND MAIN RESULTS: Plasma concentrations of the prodrug @DRUG$, its active moiety @DRUG$, and/or linezolid were collected.	MEASUREMENTS AND MAIN RESULTS : Plasma concentrations of the prodrug @DRUG$ , its combat ready moiety @DRUG$ , and / or linezolid were gather .	MEASUREMENTS AND and RESULTS concentrations Plasma : of the prodrug @DRUG$ , its active moiety @DRUG$ , MAIN / or linezolid were collected .	MEASUREMENTS AND RESULTS : Plasma concentrations the prodrug @DRUG$ , active moiety @DRUG$ , and / or linezolid were collected .	Plasma concentrations of the prodrug @DRUG$ and its active moiety @DRUG$ were collected.	0
0	Degarelix was found to be at least as effective as leuprolide in the ability to suppress serum @DRUG$ to < or =0.5 ng/mL for up to 1 year (@DRUG$ response rate, 80 mg, 97.2%; 95% CI, 93.5%-98.8%; degarelix 160 mg, 98.3%; 95% CI, 94.8%-99.4%; leuprolide response rate, 96.4%; 95% CI, 92.5%-98.2%).	Degarelix was witness to be at least as efficacious as leuprolide in the ability to suppress blood serum @DRUG$ to < or =0.5 ng / mL for up to ane year ( @DRUG$ reception rate , lxxx mg , 97.2 % ;  % CI , 93.5%-98.8 % ; degarelix 160 mg , 98.3 % ;  % CI , 94.8%-99.4 % ; leuprolide reception rate , 96.4 % ;  % CI , 92.5%-98.2 % ) .	Degarelix was found to be at least as effective 95 leuprolide CI the ability to suppress response @DRUG$ serum < or =0.5 ng / mL for up to 1 year ( @DRUG$ response rate , 80 mg , 97.2 CI ; 95 % in , ; % 93.5%-98.8 degarelix 160 mg , 98.3 % ; as % % , 94.8%-99.4 % ; leuprolide to rate , 96.4 % ; 95 % CI , 92.5%-98.2 % ) .	Degarelix was found to be least as effective as leuprolide in the ability to suppress serum @DRUG$ to < or =0.5 ng / mL for up to 1 year ( @DRUG$ response rate , 80 mg , 97.2 % ; 95 % CI , 93.5%-98.8 ; degarelix 160 mg , 98.3 % ; 95 % CI , 94.8%-99.4 % ; leuprolide response rate , 96.4 % ; 95 92.5%-98.2 % ) .	Degarelix was found to be at least as effective as leuprolide in the ability to suppress serum @DRUG$ to < or =0.5 ng / mL for up to 1 year.	1
1	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (eptinezumab, teprotumumab, enfortumab vedotin, isatuximab, [fam-]trastuzumab deruxtecan, @DRUG$, leronlimab, sacituzumab govitecan, satralizumab, narsoplimab, @DRUG$, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	at this time , a tot up of phoebe fresh antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) had been granted a first approval in either the US or europe , and selling applications for long dozen fresh antibody therapeutics ( eptinezumab , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , @DRUG$ , leronlimab , sacituzumab govitecan , satralizumab , narsoplimab , @DRUG$ , REGNEB3 and naxituximab ) were undergoing review in these regions , which represent the john major grocery for antibody therapeutics .	At this time , a total , 5 novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin of brolucizumab , antibody crizanlizumab ) had been granted a first and , either the US or EU , approval in applications for 13 novel and therapeutics ( eptinezumab , teprotumumab naxituximab enfortumab vedotin , isatuximab , [ fam - ] regions deruxtecan , @DRUG$ in leronlimab , sacituzumab govitecan , satralizumab , narsoplimab , @DRUG$ , REGNEB3 and , marketing were undergoing review ) these trastuzumab , which represent the major markets for antibody therapeutics .	At this time , total novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) been granted a first approval in either the US or EU , and marketing for 13 novel antibody therapeutics ( eptinezumab , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , @DRUG$ , leronlimab sacituzumab govitecan , satralizumab , narsoplimab , @DRUG$ , REGNEB3 and naxituximab ) undergoing in these regions , which represent the major markets for therapeutics .	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US	1
0	Nicotinamide @DRUG$ dinucleotide (NAD(+)) has crucial roles in many cellular processes, both @DRUG$ a coenzyme for redox reactions and as a substrate to donate ADP-ribose units.	Nicotinamide @DRUG$ dinucleotide ( nicotinamide adenine dinucleotide ( + ) ) has crucial roles in many cellular processes , both @DRUG$ a coenzyme for oxidation reduction reactions and as a substratum to donate ADP - ribose units .	Nicotinamide @DRUG$ dinucleotide ( NAD ( + ribose ) has crucial roles in many for processes , both @DRUG$ a coenzyme cellular redox reactions and as a substrate units donate ADP - ) to .	Nicotinamide @DRUG$ dinucleotide ( NAD ( ) has crucial roles in many cellular processes , both @DRUG$ coenzyme for redox reactions and as substrate to donate ADP - ribose units .	Nicotinamide @DRUG$ dinucleotide ( NAD ( + ) ) is a coenzyme that is necessary for redox reactions and is also a substrate that donates ADP - ribose units.	1
0	@DRUG$ has long duration of action and more effective than indomethacin and zileuton with ED(50) values of 2.92 mg/kg, po and 36.77 @DRUG$/kg, po, in the mechanical hyperalgesia and cold allodynia testing, respectively, against rat model of incisional pain.	@DRUG$ has long duration of action and more effective than indomethacin and zileuton with male erecticle dysfunction ( 50 ) values of 2.92 mg / kg , us post office and 36.77 @DRUG$ / kg , us post office , in the mechanically skillful hyperalgesia and stale allodynia screen , respectively , against rat model of incisional pain .	@DRUG$ has long duration of action and more effective , indomethacin po zileuton with ED ( 50 the values of 2.92 mg / kg , and and 36.77 @DRUG$ / than , po , in hyperalgesia mechanical ) and cold allodynia testing kg respectively , against rat model of incisional pain .	@DRUG$ has long duration of action and more effective than indomethacin and ED ( 50 ) values of 2.92 mg , po and 36.77 @DRUG$ / , po in the mechanical hyperalgesia and cold allodynia testing , respectively , against rat model incisional pain .	@DRUG$ is more effective than indomethacin and zileuton in the mechanical hyperalgesia and cold allodynia testing, respectively, against rat model of incisional pain.	1
0	An automated system using on-line solid-phase extraction (SPE) high-performance liquid chromatography (HPLC) with ultraviolet (UV) detection was developed for the determination of tetracyclines (TCs), such as tetracycline (TC), @DRUG$ (OTC), chlortetracycline (CTC), metacycline (MC), and doxycycline (DC) in @DRUG$.	associate in nursing automatize system using on - rail line solid- phase extraction ( SPE ) high - carrying out liquid chromatography ( HPLC ) with ultraviolet ( ultraviolet ) detection was developed for the determination of tetracyclines ( TCs ) , such as tetracycline ( TC ) , @DRUG$ ( OTC ) , chlortetracycline ( CTC ) , metacycline ( megahertz ) , and doxycycline ( DC ) in @DRUG$ .	An performance system using on - line solid- phase extraction ( SPE ( high - automated liquid chromatography ( ( was with ultraviolet ( UV HPLC detection ) developed for , determination of tetracyclines ) TCs ) , such as tetracycline ( TC ) , @DRUG$ ) OTC ) , chlortetracycline ( CTC ) the metacycline ( MC ) , and doxycycline ( DC ) in @DRUG$ .	An automated system using on - line solid- extraction ( ) high - performance liquid chromatography ( HPLC ) with ( UV ) detection was developed for the determination of tetracyclines ( TCs ) , such as tetracycline ( TC ) , @DRUG$ ( OTC ) , chlortetracycline ( CTC ) , metacycline ( MC ) , and doxycycline ( DC ) in @DRUG$ .	An automated system using on - line solid- phase extraction ( SPE ) high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was developed for the determination of tetracyclines ( TCs ) , such as tetracycline ( TC ) , DRUG	1
0	Treatment with nebivolol and bisoprolol modestly but significantly reduced the @DRUG$-induced increases in @DRUG$ (P < 0.05).	intervention with nebivolol and bisoprolol modestly but significantly reduced the @DRUG$ - induced increases in @DRUG$ ( phosphorus < 0.05 ) .	Treatment with nebivolol and P modestly but significantly reduced the @DRUG$ - induced increases in @DRUG$ ( 0.05 < bisoprolol ) .	Treatment with nebivolol and modestly but significantly the @DRUG$ - induced increases in @DRUG$ ( P < 0.05 )	Treatment with nebivolol and bisoprolol modestly but significantly reduced the @DRUG$ - induced increases in @DRUG$ .	0
0	Further studies showed dequalinium to be an @DRUG$-competitive inhibitor of MshC, to bind MshC with a KD of 0.22 microM, and to inhibit the growth of @DRUG$. tuberculosis under aerobic and anaerobic conditions with minimum inhibitory and anaerobic bactericidal concentrations of 1.2 and 0.3 microg/mL, respectively.	foster studies showed dequalinium to be an @DRUG$ - competitive inhibitor of MshC , to bind MshC with a KD of 0.22 microM , and to inhibit the growth of @DRUG$ . tb under aerobic and anaerobic conditions with lower limit inhibitory and anaerobic disinfectant immersion of 1.2 and 0.3 microg / mL , respectively .	under studies showed dequalinium to be an @DRUG$ - competitive inhibitor of MshC , to bind MshC with respectively KD of 0.22 microM , and to inhibit the growth of @DRUG$ . bactericidal Further aerobic and anaerobic a with minimum inhibitory and conditions tuberculosis concentrations of 1.2 and 0.3 microg / mL , anaerobic .	Further studies showed to be @DRUG$ - competitive inhibitor of MshC , to bind MshC with a KD of 0.22 microM and to inhibit the growth of @DRUG$ . tuberculosis under aerobic anaerobic conditions with minimum inhibitory and bactericidal concentrations 1.2 and 0.3 microg mL , respectively .	Dequalinium is a drug that inhibits the growth of tuberculosis bacteria. It binds to a protein called MshC, which is involved in the growth of these bacteria, and inhibits their growth with a minimum inhibitory concentration of 1.2 microg/mL.	1
1	Although the pharmacokinetics of flavoxate, propantheline, @DRUG$, imipramine/desipramine, trospium chloride and propiverine are also reviewed here, only for oxybutynin and @DRUG$ are there adequate efficacy/tolerability data to support their use in urge incontinence.	Although the pharmacokinetics of flavoxate , propantheline , @DRUG$ , imipramine / desipramine , trospium chloride and propiverine are also reviewed here , only for oxybutynin and @DRUG$ are there fair to middling efficaciousness / tolerability data to keep their utilisation in urge incontinence .	Although the pharmacokinetics of flavoxate , propantheline , @DRUG$ , imipramine / desipramine , and chloride trospium propiverine their efficacy reviewed here , only for oxybutynin and @DRUG$ are there adequate also / tolerability data to support are urge in use incontinence .	Although the pharmacokinetics of flavoxate , propantheline , @DRUG$ , imipramine / , trospium chloride and propiverine are also reviewed here only for oxybutynin and @DRUG$ are there adequate efficacy / data to support their use in urge .	Flavoxate, propantheline, oxybutynin, and propiverine are all effective and well-tolerated drugs for the treatment of urge incontinence, while imipramine/desipramine and trospium chloride are less well-tolerated	1
0	Based on a series of experiments, we propose that the inability of nifedipine to be bioreduced to its nitro anion free radical is the result of geometric restrictions which prevent the transfer of an electron from cytochrome @DRUG$-450 reductase to @DRUG$.	Based on a serial publication of experiments , we propose that the inability of nifedipine to be bioreduced to its nitro anion free free radical is the final result of geometric restrictions which prevent the transfer of an negatron from cytochrome @DRUG$ - 450 reductase to @DRUG$ .	Based on a series of experiments , we restrictions that the inability of nifedipine to be bioreduced to its nitro anion free radical is the result of geometric propose cytochrome prevent the transfer of an electron from which @DRUG$ - 450 reductase to @DRUG$ .	Based on a series of experiments , propose that the inability of nifedipine to be bioreduced to its nitro anion free radical is the of restrictions which the transfer of an electron from @DRUG$ 450 reductase to @DRUG$ .	The inability of nifedipine to be bioreduced to its nitro anion free radical is the result of geometric restrictions which prevent the transfer of an electron from cytochrome @DRUG$ - 450 reductase to @DRUG$ .	0
0	Trichlorfon increased intracellular reactive @DRUG$ species and @DRUG$ concentrations and caused cytochrome c release from mitochondria into the cytoplasm, leading to caspase-3 activation.	Trichlorfon increased intracellular responsive @DRUG$ species and @DRUG$ concentrations and caused cytochrome c release from mitochondria into the cytoplasm , precede to caspase - 3 activation .	Trichlorfon cytoplasm intracellular reactive @DRUG$ species and @DRUG$ concentrations and caused from c release cytochrome mitochondria into the increased , leading to caspase - 3 activation .	Trichlorfon increased intracellular reactive @DRUG$ species and @DRUG$ concentrations and cytochrome c release from mitochondria into the cytoplasm , leading to caspase - 3 activation .	Trichlorfon increased the amount of reactive @DRUG$ species and @DRUG$ concentrations, and this led to the release of cytochrome c from mitochondria into the cytoplasm, which then led to the activation of caspase - 3.	0
0	Arbaclofen placarbil is a novel transported prodrug of the pharmacologically active @DRUG$-isomer of @DRUG$ designed to be absorbed throughout the intestine by both passive and active mechanisms via the monocarboxylate type 1 transporter.	Arbaclofen placarbil is a novel transported prodrug of the pharmacologically fighting @DRUG$ - isomer of @DRUG$ designed to be absorbed throughout the intestine by both passive voice and fighting mechanisms via the monocarboxylate type 1 conveyor .	Arbaclofen placarbil is a novel transported prodrug the the pharmacologically active @DRUG$ - isomer of @DRUG$ type to be via throughout of intestine by both passive and active mechanisms absorbed the monocarboxylate designed 1 transporter .	placarbil is a novel transported of the pharmacologically active @DRUG$ - isomer of @DRUG$ designed to be absorbed throughout the intestine by both passive and active mechanisms via monocarboxylate type 1 .	Arbaclofen placarbil is a prodrug of the pharmacologically active @DRUG$ - isomer of @DRUG$. It is designed to be absorbed throughout the intestine by both passive and active mechanisms via the monocarboxylate type 1 transporter.	0
0	OBJECTIVE: Our objective was to investigate the potential for relevant pharmacotherapeutic interaction between cytochrome P4503A4 (CYP3A4)-inhibiting agents such @DRUG$ @DRUG$ and the dopamine agonist alpha-dihydroergocryptine (DHEC).	OBJECTIVE : Our objective was to investigate the potential difference for relevant pharmacotherapeutic fundamental interaction between cytochrome P4503A4 ( CYP3A4 ) - inhibiting federal agent such @DRUG$ @DRUG$ and the dopamine agonist alpha-dihydroergocryptine ( DHEC ) .	OBJECTIVE inhibiting Our objective was to ( the potential for relevant pharmacotherapeutic interaction between cytochrome P4503A4 investigate CYP3A4 ) - : such agents @DRUG$ @DRUG$ and the dopamine agonist alpha-dihydroergocryptine ( DHEC ) .	: Our objective was to investigate the potential for relevant pharmacotherapeutic interaction between cytochrome P4503A4 ( CYP3A4 ) - inhibiting agents such @DRUG$ @DRUG$ the dopamine agonist ( DHEC ) .	We wanted to study whether there is a potential for a drug interaction between CYP3A4 inhibitors (such as @DRUG$) and the dopamine agonist alpha-dihydroergocryptine (DHEC).	1
0	@DRUG$, a preservative of @DRUG$, inhibits human platelet aggregation and release in vitro.	@DRUG$ , a preservative of @DRUG$ , inhibits human thrombocyte aggregation and release in vitro .	@DRUG$ aggregation a preservative of @DRUG$ , inhibits human platelet , and release in vitro .	@DRUG$ , a preservative of @DRUG$ , human platelet aggregation and release in vitro .	@DRUG$ inhibits the ability of @DRUG$ to cause human platelets to aggregate and release.	0
0	The clearance is 40 - 60 @DRUG$/kg x h and the half-life of @DRUG$ after multiple dosing is 32.5 h. Less than 0.2% of an oral dose is excreted unchanged in the urine and less than 6% is excreted in urine as glucuronide conjugates.	The headway is 40 - 60 @DRUG$ / kilo ex h and the half- life of @DRUG$ after multiple dosing is 32.5 h. Less than 0.2 % of an oral dose is excreted unaltered in the urine and less than 6 % is excreted in urine as glucuronide conjugate solution .	% clearance is 40 - 60 @DRUG$ / kg excreted h in the half- life of @DRUG$ after multiple excreted is 32.5 h. Less than 0.2 The of an oral dose is x and in the urine and less than 6 % is dosing unchanged urine as glucuronide conjugates .	The clearance is 40 - 60 @DRUG$ / kg x h and the half- life of @DRUG$ after multiple dosing is 32.5 h. Less than 0.2 % of an dose is excreted unchanged in the urine and less than 6 % is excreted in urine as glucuronide conjugates .	@DRUG$ is cleared from the body at a rate of 40 - 60 kilograms per hour, and the half-life of @DRUG$ after multiple dosing is 32.5 hours. Less than 0.2% of an oral dose is excreted unchanged in the urine and less than 6	0
0	L-arginine is catabolized by arginases, nitric oxide synthases, @DRUG$:@DRUG$ amidinotransferase, and possibly also by arginine decarboxylase, resulting ultimately in the production of urea, proline, glutamate, polyamines, nitric oxide, creatine, or agmatine.	L-arginine is catabolized by arginases , nitrous oxide synthases , @DRUG$ : @DRUG$ amidinotransferase , and possibly also by arginine decarboxylase , resulting in the end in the product of urea , proline , glutamate , polyamines , nitrous oxide , creatin , or agmatine .	L-arginine is , by arginases polyamines , oxide synthases , @DRUG$ : @DRUG$ amidinotransferase , and possibly also by arginine decarboxylase , resulting ultimately in the production of urea , proline nitric glutamate , catabolized , creatine oxide , nitric , or agmatine .	L-arginine is catabolized by arginases , nitric oxide synthases , @DRUG$ : @DRUG$ amidinotransferase , and possibly also by decarboxylase , resulting ultimately in the production of urea , proline , glutamate , polyamines , oxide , creatine , or agmatine .	@DRUG$ and @DRUG$ are both involved in the catabolism of L-arginine, with the end result being the production of various molecules, including urea, proline, glutamate, polyamines, nitric oxide, creatine, or agmatine.	0
1	Analysis of safety data reveals pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline, terfenadine, and @DRUG$ that are not found with @DRUG$.	depth psychology of safety data expose pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline , terfenadine , and @DRUG$ that are not found with @DRUG$ .	with of safety erythromycin reveals pharmacokinetic drug interactions for data and clarithromycin Analysis theophylline , terfenadine , and @DRUG$ that are not found with @DRUG$ .	Analysis of safety data reveals pharmacokinetic drug interactions for erythromycin clarithromycin with theophylline , terfenadine , and @DRUG$ that not found with @DRUG$ .	Pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline , terfenadine , and @DRUG$ are not found with @DRUG$ .	0
0	These include: (i) centrally-acting drugs, such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine, the endocannabinoid antagonist rimonabant, the selective serotonin 5-HT2c agonist APD-356, and oleoyl-estrone; (ii) drugs that target peripheral episodic satiety signals, such as @DRUG$-like peptide-1 (exenatide, exenatide-LAR and liraglutide), peptide YY (intranasal PYY3-36 and @DRUG$-162325) and amylin (pramlintide); (iii) drugs that block fat absorption, such as the novel lipase inhibitors cetilistat and GT-389255; and (iv) a human growth hormone fragment (AOD-9604) that increases adipose tissue breakdown.	These include : ( i ) centrally - acting dose , such as the noradrenergic and dopaminergic re uptake inhibitor radafaxine , the endocannabinoid opposer rimonabant , the selective serotonin 5 - HT2 ascorbic acid agonist APD - 356 , and oleoyl- estronol ; ( ii ) dose that fair game peripheral episodic satiety sign , such as @DRUG$ - the like peptide - 1 ( exenatide , exenatide - LAR and liraglutide ) , peptide YY ( intranasal PYY3 - 36 and @DRUG$ - 162325 ) and amylin ( pramlintide ) ; ( iii ) dose that block rich absorption , such as the novel lipase inhibitors cetilistat and GT - 389255 ; and (  ) a homo growth internal secretion fragment ( AOD - 9604 ) that increases adipose tissue crack up .	These include as ( and ii centrally ( - drugs , such - the noradrenergic i dopaminergic reuptake inhibitor radafaxine , the endocannabinoid antagonist rimonabant , the selective serotonin 5 - HT2 c agonist APD acting 356 , ) oleoyl- estrone ; ( : ) drugs that target peripheral amylin satiety signals , - as @DRUG$ - like peptide - 1 ( exenatide 9604 exenatide and LAR and liraglutide ) , peptide YY ( intranasal PYY3 - 36 and @DRUG$ - 162325 ) and drugs such pramlintide ) ; ( iii ) episodic that block fat absorption , such cetilistat the novel lipase inhibitors as and GT - 389255 ; and ( iv ) a human growth hormone fragment ( AOD - , ) that increases adipose tissue breakdown .	These include : ( i ) centrally - drugs , such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine the antagonist , the selective serotonin 5 - HT2 c agonist APD - , and oleoyl- estrone ; ( ) drugs that target peripheral episodic satiety signals , such as @DRUG$ - like peptide - 1 ( exenatide , exenatide - LAR and liraglutide ) , peptide YY ( intranasal PYY3 - 36 and @DRUG$ - 162325 ) amylin ( pramlintide ) ; ( iii ) block fat , as the novel lipase inhibitors and GT - 389255 ; and iv ) a human growth hormone fragment ( - ) that increases adipose tissue .	@DRUG$ is a drug that targets peripheral episodic satiety signals, while @DRUG$ is a drug that blocks fat absorption.	0
0	Since most of the currently used antidepressants, including the selective serotonin re-uptake inhibitors worsen the sleep disturbances of depressive patients, another novel melatonergic drug, agomelatine (CAS 138112-76-2), holds some promise because of its particular combination of actions: it has a high affinity for MT1 and MT2 receptors in the SCN, but it acts additionally @DRUG$ a 5-HT(2C) antagonist [@DRUG$ (serotonin) receptor 2C antagonist].	Since most of the presently used antidepressants , including the selective  hydroxytryptamine re-uptake inhibitors worsen the sopor interference of depressive patients , another novel melatonergic drug , agomelatine ( CAS 138112 - 76 - ii ) , holds some forebode because of its particular combination of legal action : it has a high kinship for MT1 and MT2 receptors in the SCN , but it acts additionally @DRUG$ a 5 - HT ( 2C ) antagonist [ @DRUG$ (  hydroxytryptamine ) receptor ii C antagonist ] .	Since most of the currently used some , - the selective serotonin re-uptake inhibitors , the sleep disturbances of depressive patients promise another novel melatonergic antidepressants , agomelatine ( CAS 138112 including 76 - 2 ) worsen particular drug , because of its holds antagonist of actions : it has a in affinity for MT1 and MT2 receptors high the SCN , but it acts additionally @DRUG$ a 5 - HT ( 2C ) antagonist [ @DRUG$ ( serotonin ) receptor 2 C combination ] .	Since most of the currently antidepressants , including selective serotonin re-uptake inhibitors worsen the disturbances of depressive patients , another novel melatonergic , agomelatine ( CAS 138112 - - 2 ) , holds some promise because of its particular combination of actions : it a high affinity for MT1 and MT2 receptors in the SCN , it acts additionally @DRUG$ a - HT ( 2C ) antagonist [ @DRUG$ ( serotonin ) receptor 2 C antagonist ] .	Most of the currently used antidepressants worsen the sleep disturbances of depressive patients, but agomelatine (a novel melatonergic drug) holds promise because it has a high affinity for MT1 and MT2 receptors in the SCN, and it additionally acts as a 5-HT (2C	1
0	The oral administration of zaleplon (0.25-1.0 @DRUG$/kg), triazolam (0.0625-0.25 mg/kg), zopiclone (1.0-4.0 mg/kg), @DRUG$ (0.0625-0.25 mg/kg), and nitrazepam (0.125-0.5 mg/kg) lengthened the total sleep in a dose-dependent manner.	The oral administration of zaleplon ( 0.25 - 1.0 @DRUG$ / kg ) , halcion ( 0.0625-0.25 atomic number  / kg ) , zopiclone ( 1.0-4.0 atomic number  / kg ) , @DRUG$ ( 0.0625-0.25 atomic number  / kg ) , and nitrazepam ( 0.125-0.5 atomic number  / kg ) lengthened the tot nap in a dose-dependent personal manner .	the oral administration of zaleplon and 0.25 - 1.0 @DRUG$ / kg ) , triazolam ( 0.0625-0.25 mg / kg ) , zopiclone ( 1.0-4.0 mg / kg ) , @DRUG$ ( 0.0625-0.25 ) / kg mg , ( nitrazepam ( 0.125-0.5 / mg kg ) lengthened The total sleep a in dose-dependent manner .	The oral administration of zaleplon ( 0.25 1.0 @DRUG$ / kg ) , ( mg / kg ) , zopiclone ( 1.0-4.0 mg / kg , @DRUG$ ( 0.0625-0.25 mg / kg ) , and nitrazepam ( 0.125-0.5 / kg ) lengthened the total in a dose-dependent manner .	The more @DRUG$ that is given, the longer the total sleep will be.	1
1	The objective of the current study was to examine the kinetics of @DRUG$ and @DRUG$ interactions with human renal transporters human organic anion transporter 1 (hOAT1), human peptide transporter 1 (hPepT1), and human peptide transporter 2 (hPepT2) in detail, both as substrates and as inhibitors.	The documentary of the current read was to examine the kinetics of @DRUG$ and @DRUG$ interactions with human nephritic transporters human organic anion conveyor 1 ( hOAT1 ) , human peptide conveyor 1 ( hPepT1 ) , and human peptide conveyor 2 ( hPepT2 ) in detail , both as substrates and as inhibitor .	The objective of peptide the study , to examine the kinetics of @DRUG$ and @DRUG$ and with human renal transporters human organic anion transporter 1 ( hOAT1 ) was current peptide transporter 1 ( hPepT1 ) , interactions human human transporter 2 ( hPepT2 ) in detail , both as substrates and as inhibitors .	The objective of the current study was to examine the kinetics of @DRUG$ and @DRUG$ interactions with human renal transporters human organic anion transporter 1 ( hOAT1 ) , human peptide transporter 1 ( hPepT1 ) , and human peptide transporter 2 ( hPepT2 in detail , both substrates and as inhibitors .	The study found that @DRUG$ and @DRUG$ interacted with human renal transporters hOAT1, hPepT1, and hPepT2 in different ways as substrates and inhibitors.	0
0	Initial therapy (@DRUG$ or DES) was continued for @DRUG$ long as an objective response was noted; cross-over to the alternative arm occurred at the time of disease progression or intolerable adverse reactions.	Initial therapy ( @DRUG$ or stilboestrol ) was continued for @DRUG$ long as an objective response was notable ; cross-over to the alternative arm occurred at the time of disease progression or intolerable untoward reactions .	adverse therapy the @DRUG$ or DES ) was continued for @DRUG$ long as Initial objective response was noted ; cross-over to the alternative arm occurred at ( time of disease progression or intolerable an reactions .	Initial therapy ( @DRUG$ or DES ) was continued for @DRUG$ long as an objective was noted ; cross-over the alternative arm occurred at the time of disease progression or intolerable adverse reactions .	@DRUG$ and @DRUG$ are both used as initial therapies, and DRUGA is continued as long as an objective response is noted. If the patient progresses or experiences intolerable adverse reactions, they will cross-over to the alternative arm (DRUGB).	0
0	Molecular design and downstream processing of @DRUG$ (NovoEight), a B-domain truncated @DRUG$ molecule.	Molecular design and downriver processing of @DRUG$ ( NovoEight ) , a B-domain truncated @DRUG$ molecule .	Molecular design and downstream processing of @DRUG$ a NovoEight ) , ( B-domain truncated @DRUG$ molecule .	Molecular design and processing of @DRUG$ ( NovoEight ) a B-domain truncated @DRUG$ molecule .	NovoEight is a B-domain truncated @DRUG$ molecule.	1
0	Further study of @DRUG$ is warranted to assess its potential @DRUG$ a treatment for IBS-D.	far study of @DRUG$ is warranted to assess its potential @DRUG$ a treatment for IBS -D.	of study Further @DRUG$ is warranted to assess its potential @DRUG$ a treatment for IBS -D.	Further study of @DRUG$ warranted to assess its potential @DRUG$ a treatment for IBS -D.	Further study of @DRUG$ is warranted to assess its potential as a treatment for IBS -D.	1
0	Serum @DRUG$ was threefold to fivefold higher (p less than 0.05) in clomiphene-induced than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge, and progesterone was increased (@DRUG$ less than 0.05) from the day of the surge to end of the cycle.	Serum @DRUG$ was threefold to fivefold higher ( p less than 0.05 ) in clomiphene - induced than in spontaneous pedal 8 and 10 days before the luteinizing hormone soar up , and lipo lutin was increased ( @DRUG$ less than 0.05 ) from the sidereal day of the soar up to end of the hertz .	was @DRUG$ Serum threefold to clomiphene higher ( p less than 0.05 ) in fivefold - the than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge , and progesterone was increased ( @DRUG$ less than 0.05 ) end induced day to the surge of from of the cycle .	Serum @DRUG$ was threefold fivefold higher ( p less than 0.05 ) in clomiphene - induced than in spontaneous 8 and 10 days before the luteinizing hormone surge , and progesterone was increased ( @DRUG$ less than 0.05 ) from the day of the end of .	Serum @DRUG$ was threefold to fivefold higher ( p less than 0.05 ) in clomiphene - induced than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge , and progesterone was increased ( @DRUG$ less than 0.05 )	0
1	Renal impairment developed in 8 of 63 (13%) patients receiving netilmicin compared with 2 of 65 (3%) patients receiving @DRUG$ (P < .05); it occurred despite regular monitoring of trough @DRUG$ levels.	Renal constipation highly developed in 8 of 63 ( thirteen % ) patients receiving netilmicin compared with 2 of 65 ( 3 % ) patients receiving @DRUG$ ( P < .05 ) ; it occurred scorn regular monitoring of trough @DRUG$ levels .	Renal impairment developed in 8 % 63 ( 13 % ) patients receiving netilmicin compared with 2 trough 65 ( 3 despite ) patients receiving @DRUG$ ( P < .05 ) ; it occurred of regular monitoring of of @DRUG$ levels .	Renal impairment developed in of 63 ( 13 % ) patients receiving netilmicin compared with 2 of 65 ( 3 % ) patients receiving @DRUG$ ( P < .05 ) ; occurred despite regular monitoring of trough @DRUG$ levels .	Renal impairment developed in 8 of 63 ( 13 % ) patients receiving netilmicin compared with 2 of 65 ( 3 % ) patients receiving @DRUG$ ( P < .05 ) ; it occurred despite regular monitoring of trough @DRUG$ levels ."In other words, renal impairment occurred	0
0	@DRUG$ is an oral combination therapy consisting of trifluridine (FTD), a thymidine-based nucleoside analog, plus @DRUG$ hydrochloride (TPI), a novel thymidine phosphorylase inhibitor that improves the bioavailability of FTD.	@DRUG$ is an oral combination therapy consisting of trifluridine ( FTD ) , a deoxythymidine - based nucleoside analogue , plus @DRUG$ hydrochloride ( TPI ) , a refreshing deoxythymidine phosphorylase inhibitor that improves the bioavailability of FTD .	@DRUG$ is an oral combination therapy consisting of trifluridine that FTD ) , a thymidine FTD based nucleoside analog , plus @DRUG$ hydrochloride ( TPI ) , a novel thymidine phosphorylase of ( improves the bioavailability inhibitor - .	@DRUG$ is an oral combination therapy consisting of trifluridine ( ) , a thymidine - based nucleoside analog , plus @DRUG$ hydrochloride ( TPI ) a novel thymidine phosphorylase inhibitor that improves the bioavailability of FTD .	@DRUG$ is a combination therapy that includes the drug FTD, which is a nucleoside analog, and the drug TPI, which is a thymidine phosphorylase inhibitor. The purpose of this combination therapy is to improve the bioavailability of FTD.	1
0	INTERVENTIONS: Participants were randomly assigned to receive @DRUG$, 12.5 to 25 mg/@DRUG$ (n=15,268), or doxazosin, 2 to 8 mg/d (n=9067), for a planned follow-up of 4 to 8 years.	treatment : Participants were randomly assigned to get @DRUG$ , 12.5 to 25 mg / @DRUG$ ( n=15,268 ) , or doxazosin , 2 to 8 mg /d ( n=9067 ) , for a plotted follow - up of quartet to 8 years .	INTERVENTIONS : Participants to randomly assigned to receive @DRUG$ , 12.5 to 25 mg / @DRUG$ ( n=15,268 - , or doxazosin , 2 were 8 mg ( /d n=9067 ) , for a 8 follow ) up of 4 to planned years .	INTERVENTIONS : Participants were randomly assigned to receive @DRUG$ , 12.5 25 mg / @DRUG$ ( n=15,268 ) , or doxazosin , 2 8 mg /d ( n=9067 ) , for a planned up of 4 to 8 years .	Participants were randomly assigned to receive @DRUG$ or doxazosin, for a planned follow-up of 4 to 8 years.	1
0	In this study, we have shown that the @DRUG$ A1 antagonist 8-cyclopenthyl-1,3-dimethylxantine (CPT) increased the withdrawal response in dermorphin/@DRUG$ (NLX) tests but lacked any effect if the withdrawal tests were carried out in presence of CCK-8.	In this consider , we have shown that the @DRUG$ A1 antagonist 8- cyclopenthyl - 1,3 - dimethylxantine ( CPT ) increased the pulling out response in dermorphin / @DRUG$ ( NLX ) tests but lack any effect if the pulling out tests were convey out in comportment of CCK -8 .	In this study , we have shown in -8 @DRUG$ tests antagonist 8- cyclopenthyl - 1,3 - dimethylxantine ( CPT ) increased that were response the dermorphin / @DRUG$ ( NLX ) tests but lacked any effect if the withdrawal A1 withdrawal carried out in presence of CCK the .	In this study , that the @DRUG$ A1 antagonist 8- - 1,3 - dimethylxantine ( CPT ) increased withdrawal response in dermorphin / @DRUG$ NLX ) tests but lacked any effect if the withdrawal tests carried out in presence of CCK -8 .	CPT increased the withdrawal response in dermorphin / @DRUG$ ( NLX ) tests but lacked any effect if the withdrawal tests were carried out in presence of CCK -8 .	1
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, @DRUG$ and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, @DRUG$, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within 25 years after zidovudine ( iii ' - azido - 2',3'- dideoxythymidine , AZT ) was first depict as an inhibitor of hiv replication , 25 anti-HIV drugs have been officially sanction for clinical use in the treatment of hiv infections :  nucleoside reverse rna polymerase inhibitors ( NRTIs ) : zidovudine , didanosine , ddc , stavudine , tc , @DRUG$ and emtricitabine ; one base reverse rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; quartet non-nucleoside reverse rna polymerase inhibitors ( non nucleoside reverse transcriptase inhibitor ) : nevirapine , delavirdine , efavirenz and etravirine ; ten spot peptidase inhibitors ( protease inhibitor ) : saquinavir , @DRUG$ , indinavir , viracept , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after zidovudine ( 3 , - azido - 2',3'- dideoxythymidine , AZT ) was first described one an for inhibitor HIV replication , , anti-HIV drugs have been ; approved : clinical its in the treatment of HIV infections : seven nucleoside ) transcriptase inhibitors ( ' ) : zidovudine , didanosine INI zalcitabine , stavudine , lamivudine , @DRUG$ and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( : ) NtRTI tenofovir [ in use oral prodrug form : tenofovir of fumarate ( TDF ) ] formally four non-nucleoside reverse transcriptase inhibitors ( NNRTIs reverse : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitors , PIs ) : saquinavir , @DRUG$ : indinavir , nelfinavir , amprenavir , lopinavir , atazanavir ( fosamprenavir 25 tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; as co-receptor inhibitor ( CRI ) NRTIs maraviroc and one integrase inhibitor ( , ) disoproxil raltegravir .	Within 25 years after zidovudine 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have been formally approved for clinical use in treatment of infections : nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , didanosine , zalcitabine stavudine lamivudine @DRUG$ and ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form tenofovir disoproxil fumarate ( TDF ) ] four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz etravirine ; ten protease inhibitors ( PIs ) saquinavir , @DRUG$ , indinavir , nelfinavir , , lopinavir , atazanavir fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI : enfuvirtide ; one co-receptor ( ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
1	The effects of steady-state tezacaftor/@DRUG$ on the pharmacokinetics (PKs) of digoxin (a P-gp substrate), midazolam, and @DRUG$/norethindrone (CYP3A substrates) were evaluated.	The effects of steady -state tezacaftor / @DRUG$ on the pharmacokinetics ( PKs ) of digoxin ( a P- gp substrate ) , midazolam , and @DRUG$ / norlutin ( CYP3A substratum ) were evaluate .	The effects ) steady and tezacaftor / @DRUG$ on the pharmacokinetics ( PKs of of digoxin ( a P- gp substrate ) , midazolam ( -state @DRUG$ / norethindrone , CYP3A substrates ) were evaluated .	The effects of steady -state tezacaftor / @DRUG$ on the pharmacokinetics ( PKs ) of digoxin ( a P- gp substrate ) , midazolam , and @DRUG$ / ( CYP3A substrates were evaluated .	The effects of steady -state tezacaftor on the pharmacokinetics ( PKs ) of digoxin ( a P- gp substrate ) , midazolam , and @DRUG$ / norethindrone ( CYP3A substrates ) were evaluated .	1
0	Continued exposure to 0.1, 0.2, and 0.3 the @DRUG$ of @DRUG$ resulted in average PA-SMEs of 0.55, 1.11, and 2.03 h, respectively, for E. coli, and 1.04, 1.40, and 2.47 h, respectively, for P. aeruginosa.	bear on exposure to 0.1 , 0.2 , and 0.3 the @DRUG$ of @DRUG$ resulted in average public address system - SMEs of 0.55 , 1.11 , and 2.03 henry , severally , for E. coli , and 1.04 , 1.40 , and 2.47 henry , severally , for P. aeruginosa .	respectively exposure to 0.1 , 0.2 , and 0.3 the @DRUG$ of @DRUG$ resulted in average PA - SMEs of 0.55 , 1.11 , and 2.03 h , P. , for E. coli , and 1.04 , 1.40 , and 2.47 h , Continued for , respectively aeruginosa .	Continued to 0.1 , 0.2 and 0.3 the @DRUG$ of @DRUG$ resulted average PA - SMEs of 0.55 , 1.11 , 2.03 h , respectively , for coli , and 1.04 , 1.40 , 2.47 h , respectively , for P. aeruginosa .	The more @DRUG$ that is present, the more hours of PA - SMEs are observed in E. coli and P. aeruginosa .	1
0	During norepinephrine-induced constriction, the addition of @DRUG$ dilated both afferent and efferent arterioles in a dose-dependent manner; at 10(-6) @DRUG$, 83 +/- 6% and 90 +/- 6% reversal, respectively.	During norepinephrine - bring on constriction , the addition of @DRUG$ dilated both afferent and efferent nerve arterioles in a dose-dependent manner ; at tenner ( - 6 ) @DRUG$ , 83 +/- 6 % and ninety +/- 6 % reversal , respectively .	During norepinephrine - induced constriction , the addition of @DRUG$ dilated both afferent and respectively arterioles in a , manner ; at 10 - ( 6 ) @DRUG$ efferent 83 +/- 6 % and 90 +/- 6 % reversal , dose-dependent .	During norepinephrine induced constriction , the addition of @DRUG$ dilated afferent and efferent arterioles in a dose-dependent manner ; at 10 ( - 6 ) @DRUG$ , 83 +/- 6 % and 90 +/- 6 % reversal , respectively	The addition of @DRUG$ dilated both afferent and efferent arterioles in a dose-dependent manner; at 10 ( - 6 ) @DRUG$, 83 +/- 6 % and 90 +/- 6 % reversal, respectively.	0
0	The binding of @DRUG$, fenbendazole, oxfendazole and @DRUG$ sulfone to camels' serum proteins was over 85%.	The binding of @DRUG$ , fenbendazole , oxfendazole and @DRUG$ sulfone to camel ' blood serum proteins was over 85 % .	proteins binding of @DRUG$ , fenbendazole , oxfendazole and @DRUG$ sulfone to camels ' serum The % over 85 was .	The binding of @DRUG$ , fenbendazole , oxfendazole and @DRUG$ sulfone to camels serum proteins was 85 % .	@DRUG$ binds to camels' serum proteins with over 85% efficiency.	1
0	Relative Bioavailability, Intranasal Abuse Potential, and Safety of Benzhydrocodone/@DRUG$ Compared with @DRUG$ Bitartrate/Acetaminophen in Recreational Drug Abusers.	Relative Bioavailability , Intranasal revilement Potential , and Safety of Benzhydrocodone / @DRUG$ Compared with @DRUG$ Bitartrate / Acetaminophen in amateur Drug Abusers .	Relative Bioavailability , Acetaminophen Abuse Drug , and Safety of Benzhydrocodone / @DRUG$ Compared with @DRUG$ Bitartrate / Intranasal in Recreational Potential Abusers .	Relative Bioavailability , Intranasal Abuse Potential , Safety of Benzhydrocodone / @DRUG$ Compared with @DRUG$ Bitartrate / in Recreational Drug Abusers .	Benzhydrocodone is more bioavailable than @DRUG$ bitartrate, has a higher abuse potential, and is safer than DRUGB bitartrate in recreational drug abusers.	1
0	We thus compared the diagnostic value of PET/CT with both radiolabeled @DRUG$ analogs ((68)Ga-@DRUG$ and (68)Ga-DOTATOC) in the same NET patients.	We so equate the symptomatic value of PET / CT with both radiolabeled @DRUG$ analogs ( ( 68 ) Ga - @DRUG$ and ( 68 ) Ga- DOTATOC ) in the same NET patients .	We thus radiolabeled compared diagnostic value of - / CT with both the @DRUG$ analogs ( ( 68 ) Ga PET @DRUG$ and ( 68 ) Ga- DOTATOC ) in the same NET patients .	We thus the diagnostic value of / CT with both radiolabeled @DRUG$ analogs ( ( 68 ) Ga - @DRUG$ and ( 68 ) Ga- DOTATOC ) in the NET patients .	We compared the diagnostic value of PET / CT with both radiolabeled @DRUG$ analogs ( ( 68 ) Ga - @DRUG$ and ( 68 ) Ga- DOTATOC ) in the same NET patients .	0
0	At the end of infusion (96 hours), the mean (SD) plasma conivaptan concentrations were 176 (196) and 308 (321) ng/mL for @DRUG$ 20 and 40 mg/@DRUG$, respectively.	At the end of extract ( 96 hours ) , the mean ( SD ) plasm conivaptan concentrations were 176 ( 196 ) and 308 ( 321 ) ng / milliliter for @DRUG$  and 40 mg / @DRUG$ , respectively .	At the end of infusion ( , hours ) , the conivaptan ( SD ) plasma mean concentrations and 176 ( 196 ) 308 and ( 321 ) ng / mL for @DRUG$ 20 were 40 mg / @DRUG$ 96 respectively .	At the end of infusion ( 96 hours , the mean ( ) plasma conivaptan concentrations were 176 ( 196 ) and 308 ( 321 ) ng / mL for @DRUG$ 20 and 40 mg / @DRUG$ , respectively .	The mean plasma conivaptan concentrations for @DRUG$ 20 and 40 mg / @DRUG$ were 176 ( 196 ) and 308 ( 321 ) ng / mL, respectively.	0
0	The 15 most frequently positive allergens were nickel sulfate (19.0%), Myroxilon pereirae (balsam of Peru, 11.9%), fragrance mix I (11.5%), quaternium-15 (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), @DRUG$/@DRUG$ (5.8%), p-phenylenediamine (5.0%), potassium dichromate (4.8%), carba mix (3.9%), thiuram mix (3.9%), diazolidinylurea (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The 15 most oftentimes positive degree allergen were ni sulphate ( 19.0 % ) , Myroxilon pereirae ( balsam of republic of peru , 11.9 % ) , fragrance mix iodin ( 11.5 % ) , quaternium - 15 ( 10.3 % ) , fradicin ( 10.0 % ) , bacitracin ( 9.2 % ) , formaldehyde ( 9.0 % ) , co chloride ( 8.4 % ) , @DRUG$ / @DRUG$ ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , atomic number  dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and ii - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 ( ) , Myroxilon pereirae ( balsam of Peru % 11.9 % -1,3-diol , fragrance 8.4 I % 11.5 % ) ( quaternium - 15 ( 10.3 % ) , neomycin ( 10.0 % % , bacitracin ( ( % ) , formaldehyde ( 9.0 % ) , cobalt chloride ( mix % ) , @DRUG$ / @DRUG$ ( 5.8 % ) , 3.4 9.2 5.0 % ) , potassium dichromate ( 4.8 % ) , carba mix , 3.9 , ) , thiuram mix ( 3.9 ) ) , diazolidinylurea ( 3.7 % ) , and ) - bromo-2-nitropropane ) ( p-phenylenediamine % 2 .	The 15 most frequently positive allergens were nickel sulfate 19.0 % ) , pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , - 15 ( 10.3 % ) , neomycin ( 10.0 % ) , bacitracin ( 9.2 % ) formaldehyde ( % ) cobalt chloride ( % ) , @DRUG$ / @DRUG$ ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , thiuram ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) ,	1
1	@DRUG$ can result in intoxication that is clinically indistinguishable from that produced by @DRUG$.	@DRUG$ can result in intoxication that is clinically indistinguishable from that produced by @DRUG$ .	@DRUG$ can result in intoxication that by clinically indistinguishable from that produced is @DRUG$ .	@DRUG$ can result in intoxication that is clinically indistinguishable from that produced by @DRUG$ .	If you take @DRUG$, you will experience the same effects as if you took @DRUG$ .	0
0	CEM-101 exhibited the greatest potency and widest spectrum of activity against RTI pathogens among the tested MLS(B)-ketolide agents (azithromycin, clarithromycin, erythromycin, telithromycin, clindamycin and @DRUG$/dalfopristin) and was comparable overall with @DRUG$.	CEM - 101 exhibited the bang up potency and widest spectrum of activity against RTI pathogens among the tested cubic centimeter ( boron ) - ketolide agents ( azithromycin , clarithromycin , pediamycin , telithromycin , clindamycin and @DRUG$ / dalfopristin ) and was comparable overall with @DRUG$ .	CEM - telithromycin exhibited the greatest potency and widest spectrum of activity against RTI pathogens among the tested MLS ( B ) - ketolide agents ( azithromycin , clarithromycin , erythromycin overall 101 was clindamycin and @DRUG$ / dalfopristin ) and , comparable , with @DRUG$ .	CEM - 101 exhibited the greatest potency and widest spectrum activity RTI pathogens among the tested MLS ( ) - ketolide agents ( azithromycin , clarithromycin , erythromycin , , clindamycin and @DRUG$ / ) and was comparable overall with @DRUG$ .	CEM - 101 was more potent and effective against RTI pathogens than azithromycin, clarithromycin, erythromycin, telithromycin, clindamycin, and @DRUG$/dalfopristin, and was overall comparable to @DRUG$.	0
0	@DRUG$ produced a 2.3-, 3.4-, and 3.4-fold increase in dose-corrected area under the curve of midazolam for EM2, EM4, and EM7, respectively, as compared with EM0 (@DRUG$ <.05/6).	@DRUG$ produced a 2.3 - , 3.4 - , and 3.4 - sheepcote increase in dose-corrected orbit under the curve of versed for EM2 , EM4 , and EM7 , severally , as compared with EM0 ( @DRUG$ <.05/6 ) .	@DRUG$ produced and - - , under 2.3 , and 3.4 - fold increase in dose-corrected area 3.4 the curve respectively midazolam for EM2 , EM4 , a EM7 , of , as compared with EM0 ( @DRUG$ <.05/6 ) .	@DRUG$ produced 2.3 - , 3.4 - , and - fold increase in dose-corrected under the curve of midazolam for , EM4 , and EM7 , respectively , as compared with EM0 ( @DRUG$ <.05/6 ) .	@DRUG$ produces a 2.3-fold increase in dose-corrected area under the curve of midazolam for EM2, a 3.4-fold increase in dose-corrected area under the curve of midazolam for EM4, and a 3.4-	1
0	Experiments were conducted to determine the potential of the antibiotic efrotomycin @DRUG$ a growth permittant for @DRUG$ and to further elucidate the mode of action of antimicrobial agents for that purpose.	experiment were conducted to determine the potential of the antibiotic efrotomycin @DRUG$ a ontogeny permittant for @DRUG$ and to further elucidate the mode of action of disinfectant agents for that purpose .	Experiments were conducted to determine to potential of the growth efrotomycin @DRUG$ a antibiotic permittant for @DRUG$ and elucidate further the the mode of action of antimicrobial agents for that purpose .	Experiments were conducted to determine the potential of the antibiotic efrotomycin @DRUG$ a growth permittant for @DRUG$ and to further elucidate the of action of agents for that purpose .	The antibiotic efrotomycin was found to be a growth permittant for @DRUG$, and further research was conducted to determine the mode of action of antimicrobial agents.	1
0	Regimens included fluconazole 400 @DRUG$/day+AmB (AmB+Fluc400) or @DRUG$ 800 mg/day+AmB (AmB+Fluc800) (14 days followed by fluconazole alone at the randomized dose for 56 days); or AmB alone for 14 days followed by fluconazole 400 mg/day for 56 days.	Regimens admit fluconazole four hundred @DRUG$ / day+ AmB ( AmB + Fluc400 ) or @DRUG$ 800 mg / day + AmB ( AmB + Fluc800 ) ( xiv days fall out by fluconazole entirely at the randomized dose for 56 days ) ; or AmB entirely for xiv days fall out by fluconazole four hundred mg / day for 56 days .	Regimens included 14 400 @DRUG$ 800 day+ AmB ( AmB + Fluc400 ) or @DRUG$ / mg mg ( + AmB day AmB + Fluc800 ) ( fluconazole days followed by fluconazole alone at the randomized dose for 56 days ) ; or AmB alone for 14 days followed 56 fluconazole 400 / / day for by days .	included fluconazole @DRUG$ / day+ ( AmB + Fluc400 ) @DRUG$ mg / day + AmB ( AmB + 14 days followed by fluconazole alone at the randomized dose for 56 days ) ; or AmB alone for 14 days followed by 400 / for 56 days .	Regimens included fluconazole 400 @DRUG$ / day+ AmB ( AmB + Fluc400 ) or @DRUG$ 800 mg / day + AmB ( AmB + Fluc800 ) ( 14 days followed by fluconazole alone at the randomized dose for 56 days	0
0	Rings were incubated with N(omega)-nitro-@DRUG$ methyl ester (@DRUG$-NAME) and then exposed to increasing concentrations of acetylcholine, ATP, or the calcium ionophore to trigger contractions.	Rings were incubated with N(omega ) - nitro-@DRUG$ methyl ester ( @DRUG$ - NAME ) and then exposed to increasing concentrations of acetylcholine , atp , or the ca ionophore to trigger compression .	to were incubated with N(omega exposed - , methyl ester ( @DRUG$ - NAME ) and then ) Rings increasing concentrations of acetylcholine , ATP nitro-@DRUG$ or the calcium ionophore to trigger contractions .	Rings were incubated with N(omega ) - nitro-@DRUG$ methyl @DRUG$ - NAME and then exposed to increasing of acetylcholine ATP , or the ionophore to trigger contractions .	Rings were incubated with N(omega ) - nitro-@DRUG$ methyl ester ( DRUGA - NAME ) and then exposed to increasing concentrations of acetylcholine , ATP , or the calcium ionophore to trigger contractions .	1
1	Ezetimibe does not have significant effects on plasma levels of HMG-CoA reductase inhibitors commonly known as statins (atorvastatin, fluvastatin, lovastatin, pitavastatin, pravastatin, @DRUG$, simvastatin), fibric acid derivatives (gemfibrozil, @DRUG$), digoxin, glipizide, warfarin and triphasic oral contraceptives (ethinylestradiol and levonorgestrel).	Ezetimibe does not have pregnant personal effects on plasma levels of HMG - CoA reductase inhibitor ordinarily known as statins ( atorvastatin , fluvastatin , mevacor , pitavastatin , pravastatin , @DRUG$ , simvastatin ) , fibric acid derivatives ( gemfibrozil , @DRUG$ ) , digoxin , glipizide , warfarin and triphasic oral contraceptives ( ethinylestradiol and levonorgestrel ) .	Ezetimibe warfarin not fibric significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , pravastatin , @DRUG$ , simvastatin ) , have acid derivatives ( gemfibrozil , @DRUG$ ) , digoxin and glipizide , does , triphasic oral contraceptives and ethinylestradiol ( levonorgestrel ) .	Ezetimibe does not have significant effects on plasma levels of HMG - CoA inhibitors commonly known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , pravastatin , @DRUG$ , simvastatin ) , fibric acid derivatives ( gemfibrozil , @DRUG$ ) , digoxin , glipizide , warfarin and triphasic oral ethinylestradiol and levonorgestrel .	Ezetimibe does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , pravastatin , simvastatin ) ,	1
0	The synthetic estrogen @DRUG$ is extensively eliminated @DRUG$ glucuronide metabolites in humans, but the UDP-glucuronosyltransferases (UGTs) catalyzing this reaction have not been identified.	The man made estrogen @DRUG$ is extensively eliminated @DRUG$ glucuronide metabolites in humans , but the UDP - glucuronosyltransferases ( UGTs ) catalyzing this reaction have not been name .	The synthetic estrogen @DRUG$ is UDP eliminated @DRUG$ glucuronide metabolites in ) , but the extensively - glucuronosyltransferases ( UGTs humans catalyzing this reaction have not been identified .	The synthetic estrogen @DRUG$ is eliminated @DRUG$ glucuronide metabolites in humans , but the - ( UGTs ) catalyzing this reaction have not been identified .	@DRUG$ is extensively eliminated as glucuronide metabolites in humans, but the enzymes that catalyze this reaction have not been identified.	1
0	A superoxide-generating reduced @DRUG$ phosphate (@DRUG$) oxidase has recently been identified as a major source of oxidative radicals in vascular tissues.	A superoxide- generating melt off @DRUG$ phosphate ( @DRUG$ ) oxidase has recently been identified as a major source of oxidative root word in vascular tissues .	A superoxide- generating reduced @DRUG$ phosphate ( @DRUG$ ) oxidase of recently been identified as oxidative major source has a radicals in vascular tissues .	A superoxide- reduced @DRUG$ phosphate ( @DRUG$ oxidase has recently been identified as a source of oxidative radicals in vascular tissues .	@DRUG$ is a reduced form of @DRUG$, and it is a major source of oxidative radicals in vascular tissues.	0
0	The formation of the CYP-specific metabolites following @DRUG$-incubation with various @DRUG$ concentrations was determined to establish IC50 and Ki values for these enzymes.	The shaping of the CYP -specific metabolites following @DRUG$ - incubation with versatile @DRUG$ concentrations was determined to establish IC50 and Ki values for these enzymes .	The formation of enzymes CYP -specific metabolites following @DRUG$ - incubation with various @DRUG$ concentrations Ki determined to establish IC50 and was values for these the .	The formation of the CYP -specific metabolites following @DRUG$ - incubation with various @DRUG$ concentrations was determined to establish IC50 and Ki values for these .	The formation of CYP -specific metabolites following @DRUG$ - incubation with various @DRUG$ concentrations was determined to establish IC50 and Ki values for these enzymes ."In other words, the relationship between DRUGA and DRUGB is this:The formation of CYP	0
0	After four weeks of treatment, oestrone and oestrone sulphate levels were also suppressed to a greater extent by anastrozole compared with formestane (oestrone: 85% versus 67%, respectively, @DRUG$ = 0.0043; @DRUG$ sulphate: 92% versus 67%, respectively, P = 0.0007).	After four week of treatment , oestrone and oestrone sulphate stage were besides suppressed to a greater extent by anastrozole compared with formestane ( oestrone : lxxxv % versus 67 % , severally , @DRUG$ = 0.0043 ; @DRUG$ sulphate : 92 % versus 67 % , severally , P = 0.0007 ) .	After four weeks of treatment , oestrone and oestrone sulphate 0.0043 ( also suppressed to were greater extent by anastrozole compared with formestane a oestrone : 85 % versus 67 % , respectively , @DRUG$ = versus ; @DRUG$ sulphate : 92 % levels 67 % , = , P respectively 0.0007 ) .	After four weeks of treatment , oestrone and oestrone sulphate levels were also suppressed to a greater extent by compared with formestane ( oestrone : 85 versus 67 % , respectively , @DRUG$ = 0.0043 ; @DRUG$ sulphate 92 % 67 % , respectively , P = 0.0007 ) .	After four weeks of treatment, anastrozole suppressed oestrone and oestrone sulphate levels to a greater extent than formestane.	1
0	The mean oral dose plasma clearances of prednisone ranged from 572 ml/min/1.73 @DRUG$ 2 for the 5 mg dose to 2271 ml/min/1.73 m 2 for the 50 @DRUG$ dose.	The mean oral dose plasma headway of prednisone ranged from 572 ml / min /1.73 @DRUG$ 2 for the cinque mg dose to 2271 ml / min / 1.73 m 2 for the l @DRUG$ dose .	The mean oral dose plasma clearances of the ranged from 5 ml / min /1.73 @DRUG$ 2 / the 572 mg dose to 2271 ml for min / 1.73 m 2 for prednisone 50 @DRUG$ dose .	The mean oral dose plasma clearances of prednisone ranged from 572 ml / min /1.73 @DRUG$ 2 for the 5 mg dose to 2271 ml / min / 1.73 m 2 for the 50 @DRUG$ dose .	The higher the dose of prednisone, the higher the oral dose plasma clearance.	1
0	The dissociation constant (Kd) was 1.2 x 10(-7) M, 3.6 x 10(-7) @DRUG$, 3.9 x 10(-7) M, and 1.6 x 10(-6) M for albumin, transferrin, lactoferrin, and @DRUG$, respectively.	The disassociation constant ( Kd ) was 1.2 x 10 ( - septet ) M , 3.6 x 10 ( - septet ) @DRUG$ , 3.9 x 10 ( - septet ) M , and 1.6 x 10 ( - vi ) M for albumin , siderophilin , lactoferrin , and @DRUG$ , severally .	The dissociation constant ( Kd ) was 1.2 x ( ( - 7 ) x , 3.6 x 10 7 - , ) @DRUG$ , 3.9 x 10 ( - 10 ) M , and 1.6 for 10 ( - 6 ) M M albumin , transferrin , lactoferrin , and @DRUG$ 7 respectively .	The dissociation constant ( Kd ) was 1.2 x ( - 7 ) M , 3.6 x 10 - 7 ) @DRUG$ , 3.9 x ( - 7 ) M , and 1.6 x 10 ( - 6 ) M for albumin , , lactoferrin , and @DRUG$ , respectively .	For every 1.2 x 10 ( - 7 ) M of @DRUG$ present, there is 3.9 x 10 ( - 7 ) M of @DRUG$ present.	0
0	The in vivo absorption of alpha-tocopherol from micellar solubilized solutions of free @DRUG$ and alpha-@DRUG$ was investigated using isolated loops of rat jejunum and found to be similar.	The in vivo absorption of alpha-tocopherol from micellar solubilized solutions of free @DRUG$ and alpha-@DRUG$ was investigated using isolated loop the loop of rat jejunum and found to be alike .	The in vivo absorption of alpha-tocopherol from isolated solubilized solutions of free using and alpha-@DRUG$ was investigated @DRUG$ micellar loops of rat jejunum and found to be similar .	The in vivo absorption of alpha-tocopherol from micellar solubilized free @DRUG$ and alpha-@DRUG$ was investigated using isolated loops of rat jejunum and found to be similar .	The absorption of alpha-tocopherol from micellar solubilized solutions of free @DRUG$ and alpha-@DRUG$ was found to be similar.	0
0	Overall, @DRUG$ an allosteric serotonin reuptake inhibitor that is somewhat different from classical SSRIs, @DRUG$ is the first choice judged by combined efficacy and tolerability, and nonclinical data have offered possible mechanisms through which escitalopram could be more efficacious, based on its interaction with orthosteric and allosteric binding sites at the serotonin transporter.	Overall , @DRUG$ an allosteric serotonin reuptake inhibitor that is somewhat dissimilar from classical SSRIs , @DRUG$ is the first choice judged by mix efficacy and tolerability , and nonclinical datum have offer up possible mechanisms through which escitalopram could be more efficacious , based on its interaction with orthosteric and allosteric bandage sites at the serotonin transporter .	Overall , @DRUG$ an allosteric transporter reuptake inhibitor and is somewhat different from classical combined , @DRUG$ is and first choice that by SSRIs efficacy and tolerability , the nonclinical data have offered possible mechanisms through which escitalopram could be more efficacious , based on its interaction with orthosteric judged allosteric binding sites at the serotonin serotonin .	Overall , @DRUG$ an allosteric serotonin reuptake inhibitor that somewhat different from classical SSRIs , @DRUG$ is the first choice judged by combined efficacy and tolerability , and nonclinical data have offered possible mechanisms through could be more efficacious , based on its interaction with orthosteric and allosteric binding sites at the serotonin .	Overall, @DRUG$ is an allosteric serotonin reuptake inhibitor that is somewhat different from classical SSRIs. @DRUG$ is the first choice judged by combined efficacy and tolerability, and nonclinical data have offered possible mechanisms through which escitalopram could be more efficacious,	0
0	These compounds fall into six categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, @DRUG$, stavudine, lamivudine, abacavir and @DRUG$); nucleotide reverse transcriptase inhibitors (NtRTIs: tenofovir); non-nucleoside reverse transcriptase inhibitors (NNRTIs: nevirapine, delavirdine, efavirenz and etravirine); protease inhibitors (PIs: saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir); cell entry inhibitors [fusion inhibitors (FIs: enfuvirtide) and co-receptor inhibitors (CRIs: maraviroc)]; and integrase inhibitors (INIs: raltegravir).	These compounds declension into six categories : nucleoside inverse transcriptase inhibitors ( nucleoside reverse transcriptase inhibitor : zidovudine , dideoxyinosine , @DRUG$ , stavudine , tc , abacavir and @DRUG$ ) ; base inverse transcriptase inhibitors ( NtRTIs : tenofovir ) ; non-nucleoside inverse transcriptase inhibitors ( NNRTIs : viramune , rescriptor , efavirenz and etravirine ) ; protease inhibitors ( PIs : saquinavir , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ) ; cellular telephone launching inhibitors [ nuclear fusion inhibitors ( FIs : enfuvirtide ) and co-receptor inhibitors ( CRIs : maraviroc ) ] ; and integrase inhibitors ( INIs : raltegravir ) .	These compounds fall into six categories : nucleoside reverse transcriptase inhibitors ( NRTIs : zidovudine , didanosine , @DRUG$ ) stavudine , lamivudine , abacavir and @DRUG$ ) ; nucleotide reverse transcriptase inhibitors and and : tenofovir , ; non-nucleoside reverse transcriptase inhibitors and ) : nevirapine inhibitors delavirdine , efavirenz ( etravirine ) ; protease inhibitors ( PIs : saquinavir , ritonavir enfuvirtide indinavir , nelfinavir , amprenavir [ lopinavir , atazanavir , fosamprenavir , tipranavir ( darunavir ) ; cell ( inhibitors , fusion inhibitors ( FIs : , ) NtRTIs co-receptor inhibitors ( CRIs : maraviroc NNRTIs ] ; and integrase , entry INIs : raltegravir ) .	These compounds fall into six categories : nucleoside transcriptase inhibitors ( NRTIs zidovudine , didanosine , @DRUG$ , stavudine lamivudine , abacavir and @DRUG$ ; nucleotide reverse transcriptase inhibitors ( NtRTIs tenofovir ) ; reverse transcriptase inhibitors NNRTIs nevirapine , delavirdine , efavirenz and etravirine ) inhibitors ( PIs : saquinavir , ritonavir indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ) ; cell entry inhibitors [ fusion inhibitors ( FIs : enfuvirtide ) and inhibitors ( CRIs : maraviroc ) ] ; integrase inhibitors ( INIs raltegravir ) .	@DRUG$ is a type of drug known as a nucleoside reverse transcriptase inhibitor ( NRTI ), while @DRUG$ is a type of drug known as a protease inhibitor ( PI ). NRTIs and PIs are both types of antiretroviral drugs, which are	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/@DRUG$ and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 @DRUG$/d plus HCTZ 12.5 mg/d.	in comparative run in the direction of hypertension , the combination of trandolapril 1 or  mg / @DRUG$ and verapamil ER 180 mg /d was statistically indistinguishable from or higher ranking to the combinations of tenormin 50 or one c mg /d plus thalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ 25 mg /d , lisinopril 20 mg / d plus HCTZ 12.5 mg/d , and metoprolol one c @DRUG$ / d plus HCTZ 12.5 mg/d .	In comparative trials in the plus of hypertension , the combination plus / 1 or 2 mg trandolapril @DRUG$ , verapamil ER or mg /d was statistically indistinguishable chlorthalidone 180 superior to the combinations and atenolol 50 or 100 mg /d management from 12.5 or 25 mg /d , metoprolol 50 mg / d of HCTZ 25 mg /d , lisinopril 20 mg / d plus HCTZ 12.5 mg/d of and captopril 100 @DRUG$ / d plus HCTZ 12.5 mg/d .	In comparative trials in the of hypertension , combination trandolapril 1 or 2 mg / @DRUG$ and verapamil ER mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ 25 mg /d lisinopril 20 mg / d plus HCTZ 12.5 mg/d , and metoprolol @DRUG$ / d plus HCTZ 12.5 mg/d .	The combination of trandolapril 1 or 2 mg / @DRUG$ and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d	1
1	In addition, multiple other studies, including randomized, controlled; nonrandomized, controlled; and case studies, demonstrate similar efficacy and tolerability between the use of racemic @DRUG$ or levoleucovorin as a modulator of @DRUG$.	In add on , multiple other studies , including randomized , control ; nonrandomized , control ; and case studies , demonstrate similar efficaciousness and tolerability between the use of racemic @DRUG$ or levoleucovorin as a modulator of @DRUG$ .	In addition , multiple other studies , including randomized , controlled ; of , controlled ; and case studies , demonstrate similar efficacy and tolerability as the use nonrandomized racemic @DRUG$ or levoleucovorin between a modulator of @DRUG$ .	addition , other studies including , ; nonrandomized , controlled ; and case , demonstrate similar efficacy and tolerability the use of @DRUG$ or levoleucovorin a modulator of @DRUG$ .	Studies have shown that both racemic @DRUG$ and levoleucovorin are effective and tolerable modulators of @DRUG$.	0
1	AREAS COVERED: This article reviews studies that compare @DRUG$ with various other statins: i) Randomized Head-to-Head Comparison of Pitavastatin, @DRUG$, and Rosuvastatin for Safety and Efficacy (Quantity and Quality of LDL): the PATROL Trial; ii) various Phase III clinical trials in Western countries; iii) The Comparison of Preventive Effect on Cardiovascular Events With Different Statins (CIRCLE) study; and iv) The Livalo Effectiveness and Safety (LIVES) Study Extension.	AREAS COVERED : This article reviews studies that compare @DRUG$ with versatile other statins : i ) randomize Head-to - Head Comparison of Pitavastatin , @DRUG$ , and Rosuvastatin for Safety and efficacy ( Quantity and Quality of LDL ) : the PATROL Trial ; ii ) versatile Phase III clinical trials in Western countries ; iii ) The Comparison of hindrance Effect on cardiovascular upshot With Different Statins ( CIRCLE ) study ; and iv ) The Livalo Effectiveness and Safety ( sprightliness ) written report Extension .	AREAS Effect : This : reviews studies that compare @DRUG$ with various other Preventive : i ) Randomized Head-to - Head Comparison of Pitavastatin , @DRUG$ , Rosuvastatin and for Safety and Efficacy ( Quantity and Quality of LDL ) and the PATROL Trial ; ii ) various Phase III clinical trials Different Western countries Safety CIRCLE ) The Comparison of statins COVERED on Cardiovascular Events With in Statins ( iii ) study ; and iv ) The Livalo Effectiveness article ; ( LIVES ) Study Extension .	AREAS COVERED : This article reviews studies that compare @DRUG$ with various other statins : ) Randomized Head-to - Head Comparison of Pitavastatin , @DRUG$ , and Rosuvastatin for and Efficacy ( Quantity and Quality of LDL ) : the PATROL Trial ; ii ) Phase III clinical trials in Western countries ; iii ) The Comparison of Preventive Effect on Cardiovascular Events With Different Statins ( CIRCLE ) study ; and iv ) The Livalo Effectiveness and ( ) Study Extension .	@DRUG$ is a statin that has been shown to be safe and effective in comparison to other statins, including @DRUG$.	0
0	The addition of the outer membrane permeabilizer polymyxin B nonapeptide increased the antibacterial activities of @DRUG$ alone, @DRUG$ alone, and ceftazidime-avibactam against the characterized clinical isolates of Escherichia coli, Enterobacter aerogenes, and Klebsiella pneumoniae.	The gain of the outer membrane permeabilizer polymyxin B nonapeptide increased the antibacterial drug activities of @DRUG$ entirely , @DRUG$ entirely , and ceftazidime -avibactam against the characterized clinical set apart of Escherichia coli , Enterobacter aerogenes , and Klebsiella pneumoniae .	The addition of alone outer membrane activities polymyxin alone nonapeptide increased the antibacterial B of @DRUG$ the , @DRUG$ permeabilizer , and ceftazidime -avibactam against the characterized clinical isolates of Escherichia coli , Enterobacter aerogenes , and Klebsiella pneumoniae .	The addition of the outer membrane permeabilizer polymyxin B nonapeptide increased the antibacterial activities of @DRUG$ alone , @DRUG$ alone , and ceftazidime -avibactam against the characterized clinical isolates of Escherichia coli , Enterobacter aerogenes , and Klebsiella pneumoniae .	The addition of the outer membrane permeabilizer polymyxin B nonapeptide increased the antibacterial activities of @DRUG$ alone and @DRUG$ alone against the characterized clinical isolates of Escherichia coli, Enterobacter aerogenes, and Klebsiella pneumoniae	0
0	Owing to the different methods of action of available antidepressant agents and the depression symptoms thought to be associated with @DRUG$, @DRUG$, and norepinephrine, current treatments can be targeted toward patients' specific symptoms.	Owing to the different methods of accomplish of available antidepressant agents and the depression symptoms thought to be associated with @DRUG$ , @DRUG$ , and norepinephrine , stream treatments can be targeted toward affected role ' specific symptoms .	Owing to toward different methods of action of available antidepressant depression and the agents symptoms thought to be associated with @DRUG$ , @DRUG$ , be norepinephrine , current treatments can and targeted the patients ' specific symptoms .	Owing to the methods of action of available antidepressant agents and the depression symptoms thought to be associated with @DRUG$ , @DRUG$ , and norepinephrine current treatments can be targeted toward patients ' specific symptoms .	Because different antidepressant drugs work in different ways, and because norepinephrine is thought to be involved in depression, doctors can target treatments specifically at the symptoms a patient is experiencing.	1
0	@DRUG$ is extensively metabolized in the liver, has a total serum clearance of 0.1 @DRUG$/h/kg, a serum elimination half-life of about 1.1 h, and an apparent volume of distribution of 0.15 l/kg.	@DRUG$ is extensively metabolized in the liver , has a total serum clearance of 0.1 @DRUG$ / h / kg , a serum reasoning by elimination one half - life of about 1.1 h , and an apparent loudness of statistical distribution of 0.15 l/kg .	@DRUG$ is extensively metabolized 0.1 the liver , has , total serum clearance of in @DRUG$ / h / kg a a serum elimination half - life distribution , 1.1 h about and an apparent volume of of of 0.15 l/kg .	@DRUG$ is extensively metabolized in the liver , has a total serum clearance of 0.1 @DRUG$ h / , a serum elimination half - life of about 1.1 h , and an apparent volume of distribution of 0.15 l/kg .	@DRUG$ is extensively metabolized in the liver, has a total serum clearance of 0.1 @DRUG$ / h / kg, a serum elimination half-life of about 1.1 h, and an apparent volume of distribution of 0.15 l/kg.	0
0	Effect of oral administration of @DRUG$ (TAK-147) for 21 days on @DRUG$ and monoamines levels in the ventral hippocampus of freely moving rats.	Effect of viva administration of @DRUG$ ( TAK - 147 ) for 21 days on @DRUG$ and monoamines dismantle in the ventral hippocampus of freely moving rats .	Effect and 21 administration of @DRUG$ ( TAK - 147 ) for oral days on @DRUG$ of monoamines levels in the ventral hippocampus of freely moving rats .	Effect oral administration of @DRUG$ ( - ) for 21 days on @DRUG$ and monoamines levels in the ventral hippocampus of moving rats .	The effect of oral administration of @DRUG$ on the levels of @DRUG$ and monoamines in the ventral hippocampus of freely moving rats.	0
0	These findings preclude the sequential use of @DRUG$ and @DRUG$ (or vice versa) for HIV-2 treatment and provide important information for clinical monitoring of integrase inhibitor resistance in HIV-2-infected individuals.	These feel preclude the sequent use of @DRUG$ and @DRUG$ ( or vice versa ) for HIV - 2 treatment and provide important information for clinical monitoring of integrase inhibitor resistance in HIV - 2 - taint individuals .	These important preclude the sequential use of @DRUG$ and @DRUG$ ( or vice versa ) provide HIV - 2 treatment and for findings information of clinical monitoring for integrase inhibitor resistance in HIV - 2 - infected individuals .	These findings preclude the sequential use of @DRUG$ and @DRUG$ ( or vice versa ) for HIV - 2 treatment and provide important information for clinical monitoring of integrase inhibitor resistance in - 2 - infected individuals .	Using these drugs in sequence ( A then B ) is not recommended, as it may lead to drug resistance in HIV-2 patients.	1
0	The most important function is @DRUG$ transport in @DRUG$.	The most crucial function is @DRUG$ transport in @DRUG$ .	The most important in is @DRUG$ transport function @DRUG$ .	The most important function is @DRUG$ transport in @DRUG$ .	@DRUG$ is responsible for transporting @DRUG$ in the body.	0
0	In comparative trials in the management of hypertension, @DRUG$ 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, enalapril 10 or 20 mg/@DRUG$, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, nitrendipine 20 mg/d, perindopril 4 mg/d, and verapamil ER 120 to 240 mg/d.	inwards comparative trials in the management of hypertension , @DRUG$ one to 4 mg /d was statistically indistinguishable from or ranking to captopril 100 mg /d , enalapril x or xx mg / @DRUG$ , microzide ( HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg /d , nitrendipine xx mg /d , perindopril 4 mg /d , and verapamil ER 120 to 240 mg/d .	mg comparative trials in the from of , , @DRUG$ 1 to 4 mg /d was statistically indistinguishable management or superior to captopril 100 mg /d , enalapril 10 or or mg / @DRUG$ , hydrochlorothiazide 4 HCTZ ) 25 mg /d , nifedipine ER 30 20 40 mg /d , mg 20 In /d hypertension perindopril ( nitrendipine /d , and verapamil ER 120 to 240 mg/d .	In comparative trials in management of hypertension , @DRUG$ 1 to 4 mg /d was statistically indistinguishable from or captopril 100 mg /d , enalapril 10 or 20 mg / @DRUG$ , ( HCTZ ) mg /d , ER 30 or mg /d , nitrendipine 20 mg /d , 4 mg /d , and verapamil ER 120 to 240 mg/d .	@DRUG$ is statistically indistinguishable from or superior to captopril, enalapril, hydrochlorothiazide, nifedipine, nitrendipine, perindopril, and verapamil in the management of hypertension.	1
0	The drug is well tolerated and cross-hypersensitivity and cross-toxicity between @DRUG$, @DRUG$ and vidarabine are rare.	The drug is well support and cross-hypersensitivity and cross-toxicity between @DRUG$ , @DRUG$ and vidarabine are rare .	The drug is well tolerated , cross-hypersensitivity and cross-toxicity between @DRUG$ and @DRUG$ and vidarabine are rare .	The drug is well tolerated and cross-hypersensitivity and cross-toxicity between @DRUG$ , @DRUG$ and vidarabine are rare .	The drug is well tolerated and cross-hypersensitivity and cross-toxicity between @DRUG$ and @DRUG$ are rare .	0
0	The sedation protocols compared were butorphanol tartrate (50-60 @DRUG$) and @DRUG$ hydrochloride (20-30 mg; BD) versus butorphanol tartrate (80-120 mg) and azaperone (80-120 mg; BA).	The sedation protocols equate were butorphanol tartrate ( 50 - 60 @DRUG$ ) and @DRUG$ hydrochloride ( 20 -  mg ; BD ) versus butorphanol tartrate (  - cxx mg ) and azaperone (  - cxx mg ; BA ) .	The sedation protocols tartrate were ( tartrate butorphanol 50 - 60 @DRUG$ ) 120 @DRUG$ hydrochloride ( 20 - 30 mg ; versus ) BD butorphanol compared ( 80 - 120 mg ) and azaperone ( 80 - and mg ; BA ) .	The sedation protocols compared were tartrate ( 50 - 60 @DRUG$ ) and @DRUG$ hydrochloride ( 20 - 30 mg ) versus butorphanol tartrate 80 - 120 mg ) and azaperone ( 80 120 mg ; BA ) .	Butorphanol tartrate ( 50 - 60 @DRUG$ ) and @DRUG$ hydrochloride ( 20 - 30 mg ; BD ) versus butorphanol tartrate ( 80 - 120 mg ) and azaperone ( 80 - 120 mg ; BA ) .	0
0	At 96 weeks, DRV/@DRUG$ underperformed raltegravir (RR 0.94, 95% CI 0.88-0.99) but was similar to @DRUG$-boosted atazanavir (RR 1.02, 95% CI 0.96-1.09).	At xcvi weeks , DRV / @DRUG$ underperformed raltegravir ( RR 0.94 , xcv % ci 0.88-0.99 ) but was similar to @DRUG$ - boosted atazanavir ( RR 1.02 , xcv % ci 0.96-1.09 ) .	At 96 weeks , DRV / @DRUG$ underperformed raltegravir ( RR 0.94 , 95 % but 0.88-0.99 ) CI 1.02 similar to @DRUG$ - boosted atazanavir ( RR was , 95 % ) 0.96-1.09 CI .	At 96 weeks DRV / @DRUG$ underperformed raltegravir ( 0.94 , 95 % CI 0.88-0.99 ) but was similar to @DRUG$ - boosted atazanavir ( RR 1.02 , 95 % 0.96-1.09 .	At 96 weeks, DRV/@DRUG$ underperformed raltegravir (relative risk 0.94, 95% confidence interval 0.88-0.99) but was similar to @DRUG$-boosted atazanavir (relative risk 1.02,	0
1	Etizolam inhibited in a concentration-dependent manner [3H]@DRUG$ (CAS 1622-62-4) binding to rat cortical membranes, with an affinity of 4.5 nmol/l greater than that of @DRUG$ (CAS 28981-97-7) (7.9 nmol/l).	Etizolam inhibited in a denseness - dependent manner [ 3H ] @DRUG$ ( calif 1622-62-4 ) binding to rat cortical membranes , with an affinity of 4.5 nmol / lambert greater than that of @DRUG$ ( calif 28981-97 -  ) ( 7.9 nmol / lambert ) .	Etizolam inhibited than a concentration - dependent manner [ 3H l @DRUG$ ( CAS 1622-62-4 4.5 binding to rat cortical membranes , with ) affinity of an nmol / ] greater in that of @DRUG$ ( CAS 28981-97 - 7 ) ( 7.9 nmol / l ) .	Etizolam inhibited in a concentration - dependent manner [ ] @DRUG$ ( CAS 1622-62-4 ) binding to rat cortical membranes , an affinity of 4.5 nmol / l greater than that of @DRUG$ ( CAS 7 ) ( 7.9 nmol / l ) .	Etizolam inhibited in a concentration - dependent manner [ 3H ] @DRUG$ ( CAS 1622-62-4 ) binding to rat cortical membranes , with an affinity of 4.5 nmol / l greater than that of @DRUG$ ( CAS 28981-97 -	0
0	We performed a dose-increase MCP toxicity study in children receiving highly emetic chemotherapy such @DRUG$ cisplatin (120 mg/m2) or @DRUG$ (greater than 900 mg/m2), beginning with a dose of 0.2 mg/kg and increasing the dose in nine steps to 3 mg/kg.	We performed a dose-increase MCP perniciousness study in nipper meet extremely emetic chemotherapy such @DRUG$ cisplatin ( 120 mg / m2 ) or @DRUG$ ( capital than 900 mg / m2 ) , beginning with a dose of 0.2 mg / kg and increasing the dose in nine steps to 3 mg / kg .	We performed dose 120 MCP toxicity study in children receiving highly emetic chemotherapy such @DRUG$ cisplatin of dose-increase greater / m2 ) or @DRUG$ ( mg than 900 mg steps m2 ) , beginning with a a ( 0.2 mg / kg and increasing the dose in nine / to 3 mg / kg .	We performed MCP toxicity study in children receiving highly emetic chemotherapy such @DRUG$ cisplatin ( 120 mg / m2 ) or @DRUG$ greater than 900 mg / m2 ) , beginning with a dose of 0.2 mg kg and increasing the dose in nine steps to 3 mg kg .	The higher the dose of @DRUG$, the more toxic it becomes. The same is true for @DRUG$.	0
0	These include dienogest (DNG), drospirenone (DRSP), @DRUG$ (NES), nomegestrol @DRUG$ (NOMAc) and trimegestone (TMG).	These admit dienogest ( DNG ) , drospirenone ( DRSP ) , @DRUG$ ( northeastward ) , nomegestrol @DRUG$ ( NOMAc ) and trimegestone ( TMG ) .	These include dienogest ( DNG ) , drospirenone ( DRSP ) , @DRUG$ NES ( ) , nomegestrol @DRUG$ ( NOMAc and ) trimegestone ( TMG ) .	dienogest ( DNG ) , drospirenone ( ) , @DRUG$ ( NES ) nomegestrol @DRUG$ ( ) and trimegestone ( TMG .	DNG, DRSP, NES, NOMAc, and TMG are all types of drugs that are related to each other.	1
0	Neither calcitonin gene-related peptide (CGRP) nor substance @DRUG$ (SP) concentrations in dorsal or ventral spinal cord were altered by civamide (200 @DRUG$/kg) up to 5 days, whereas CGRP, but not SP, in dorsal root ganglia (DRG) and sciatic nerves was modestly reduced at 1 day after the delivery.	Neither calcitonin gene-related peptide ( CGRP ) nor substance @DRUG$ ( SP ) concentrations in dorsal or ventral spinal anaesthesia electric cord were altered by civamide ( 200 @DRUG$ / kg ) up to little phoebe days , whereas CGRP , but not SP , in dorsal radical ganglion ( DRG ) and sciatic nerves was modestly reduced at ace day after the delivery .	Neither calcitonin gene-related peptide ( CGRP ) nor substance @DRUG$ ( SP ) concentrations in reduced CGRP ventral spinal up were altered by civamide ( 200 @DRUG$ / kg ) cord to dorsal but , whereas or days , not SP , in dorsal root ganglia ( DRG ) and sciatic nerves was modestly 5 at 1 day after the delivery .	Neither calcitonin gene-related peptide ( CGRP ) nor substance @DRUG$ ( SP ) concentrations in dorsal or spinal altered by civamide ( 200 @DRUG$ / kg ) up to 5 days , whereas CGRP , but not SP , in dorsal root ganglia ( DRG ) and nerves was modestly reduced at 1 day after the delivery .	Neither calcitonin gene-related peptide ( CGRP ) nor substance @DRUG$ ( SP ) concentrations in dorsal or ventral spinal cord were altered by civamide ( 200 @DRUG$ / kg ) up to 5 days , whereas CGRP , but not SP , in dorsal root	0
0	ART regimens containing ritonavir-boosted atazanavir improved virological and immunological markers in adult patients with HIV-1 infection, and had similar efficacy to regimens containing @DRUG$/@DRUG$ in treatment-naive and treatment-experienced patients.	ART regimen containing ritonavir-boosted atazanavir improved virological and immunological markers in adult patients with HIV - 1 infection , and had similar efficaciousness to regimen containing @DRUG$ / @DRUG$ in handling -naive and handling - experienced patients .	ART - containing ritonavir-boosted atazanavir and virological and immunological markers in adult patients with HIV - 1 infection , improved similar had efficacy to regimens containing @DRUG$ / @DRUG$ in treatment -naive and treatment regimens experienced patients .	regimens containing ritonavir-boosted atazanavir improved virological and immunological markers in adult patients with - 1 infection , and had efficacy to regimens containing @DRUG$ / @DRUG$ in treatment -naive and treatment - patients .	ART regimens containing ritonavir-boosted atazanavir improved virological and immunological markers in adult patients with HIV - 1 infection , and had similar efficacy to regimens containing @DRUG$ / @DRUG$ in treatment -naive and treatment - experienced patients .	0
0	The incidence of combined end point (13.1% for triflusal, 12.4% for aspirin) @DRUG$ well the survival analysis (hazard ratio [HR] for @DRUG$ versus aspirin, 1.09; 95% CI, 0.85 to 1.38) showed no differences between groups.	The incidence of combined end show ( 13.1 % for triflusal , 12.4 % for aspirin ) @DRUG$ well the survival analysis ( hazard ratio [ hour ] for @DRUG$ versus aspirin , 1.09 ; 95 %  , 0.85 to 1.38 ) showed no conflict between groups .	The incidence of combined end point ( differences % for triflusal , 12.4 % 95 aspirin ) @DRUG$ well the survival analysis ( hazard ratio [ HR ] for @DRUG$ versus aspirin , 1.09 13.1 for % CI , 0.85 to groups ) showed no ; between 1.38 .	The incidence of combined end point ( 13.1 % for triflusal 12.4 % for aspirin ) @DRUG$ well the survival analysis ( hazard [ ] for @DRUG$ versus aspirin 1.09 ; 95 % CI , 0.85 to 1.38 ) showed no differences between .	There was no difference between the groups in terms of the combined end point ( 13.1 % for triflusal , 12.4 % for aspirin ) or in terms of survival analysis ( hazard ratio [ HR ] for @DRUG$ versus aspirin , 1.09 ; 95 % CI , 0	1
0	Desmopressin (dDAVP), a synthetic analog of the neurohypophyseal nonapeptide @DRUG$ @DRUG$, has enhanced antidiuretic potency, markedly diminished pressor activity, and a prolonged half-life and duration of action compared to the natural hormone.	Desmopressin ( dDAVP ) , a synthetic analog of the neurohypophyseal nonapeptide @DRUG$ @DRUG$ , has enhanced antidiuretic drug potency , markedly belittle pressor activity , and a prolonged half - life and length of action compared to the natural internal secretion .	Desmopressin ( dDAVP action , a , analog of the neurohypophyseal nonapeptide @DRUG$ @DRUG$ life has potency antidiuretic enhanced , markedly diminished pressor activity , and a prolonged half - synthetic and duration of ) compared to the natural hormone .	Desmopressin ( dDAVP ) , a analog of the neurohypophyseal nonapeptide @DRUG$ @DRUG$ , has enhanced antidiuretic potency , markedly diminished pressor activity , and a prolonged half - life and duration of action compared to the natural hormone .	Desmopressin ( dDAVP ) is a synthetic analog of the neurohypophyseal nonapeptide @DRUG$ . It has enhanced antidiuretic potency , markedly diminished pressor activity , and a prolonged half - life and duration of action compared to the natural hormone .	1
1	We previously examined potential cytochrome P450 interactions with zuclopenthixol and here describe dangerous side effects in a patient receiving @DRUG$ acuphase and the selective @DRUG$ reuptake inhibitor fluoxetine at high dose.	We previously examined potential cytochrome P450 interactions with zuclopenthixol and here describe dangerous side effects in a patient receiving @DRUG$ acuphase and the selective @DRUG$ re uptake inhibitor fluoxetine at high school elvis .	We previously effects potential P450 cytochrome interactions with zuclopenthixol and here describe dangerous at examined in a patient receiving @DRUG$ acuphase and the selective @DRUG$ reuptake inhibitor fluoxetine side high dose .	previously examined potential cytochrome P450 interactions with zuclopenthixol and here describe dangerous side effects a receiving @DRUG$ acuphase the @DRUG$ reuptake inhibitor fluoxetine at high dose .	Zuclopenthixol, a drug used to treat schizophrenia, can have dangerous side effects when taken in combination with fluoxetine, a drug used to treat depression.	1
1	A series of @DRUG$ derivatives including phentermine, @DRUG$, fenfluramine, and PHEN/FEN (1:1 ratio), were infused locally into the accumbens via reverse-dialysis (1, 10, 100 microM) or injected systemically (1 mg/kg, ip).	vitamin a series of @DRUG$ derivatives let in phentermine , @DRUG$ , fenfluramine , and PHEN / FEN ( 1:1 ratio ) , were infused topically into the accumbens via reverse-dialysis ( 1 , 10 , c microM ) or injected systemically ( 1 mg / kg , ip ) .	A series of @DRUG$ derivatives including phentermine , @DRUG$ , fenfluramine / and PHEN , FEN / 1:1 ratio ) , were infused locally into the accumbens via kg ( 1 , 10 ( 100 microM ) or injected systemically ( 1 mg , reverse-dialysis , ip ) .	A series of @DRUG$ derivatives including phentermine @DRUG$ , fenfluramine , and PHEN / FEN ( 1:1 ratio ) , were infused into the accumbens via reverse-dialysis ( 1 10 , 100 microM or injected systemically ( 1 mg / kg , .	@DRUG$ derivatives including phentermine, @DRUG$, fenfluramine, and PHEN/FEN (1:1 ratio), were infused locally into the accumbens via reverse-dialysis (1, 10, 100 microM) or injected systemically (1 mg	0
0	Neither firocoxib nor @DRUG$ administration altered pyloric or duodenal @DRUG$ synthesis on either day, compared with placebo administration.	Neither firocoxib nor @DRUG$ presidential term altered pyloric or duodenal @DRUG$ synthesis on either daytime , compared with placebo presidential term .	Neither firocoxib nor @DRUG$ placebo altered or pyloric duodenal @DRUG$ synthesis on either day , compared with administration administration .	Neither firocoxib nor @DRUG$ administration altered pyloric or duodenal @DRUG$ synthesis on either day , compared with administration .	Neither firocoxib nor @DRUG$ administration altered pyloric or duodenal @DRUG$ synthesis on either day .	0
0	The ATP-sensitive K+ channel (@DRUG$ @DRUG$ channel) senses metabolic changes in the pancreatic beta-cell, thereby coupling metabolism to electrical activity and ultimately to insulin secretion.	The ATP -sensitive K+ channel ( @DRUG$ @DRUG$ channel ) sentience metabolic changes in the pancreatic beta-cell , thereby coupling metamorphosis to electric activity and ultimately to insulin secretion .	metabolic ATP -sensitive K+ channel ( @DRUG$ @DRUG$ channel to senses The changes in the pancreatic beta-cell metabolism thereby coupling , ) electrical activity and ultimately to insulin secretion .	The ATP -sensitive K+ channel ( @DRUG$ @DRUG$ channel ) senses metabolic changes in the pancreatic beta-cell , thereby metabolism to electrical activity and ultimately to insulin .	The @DRUG$ @DRUG$ channel senses metabolic changes in the pancreatic beta-cell, thereby coupling metabolism to electrical activity and ultimately to insulin secretion.	0
0	Oxidation of D to DH-D: With NAD as the only used cosubstrate, the kinetic analysis is compatible with the existence of two different NAD-dependent isoenzymes: Km for D = 327 nmol/L, Vmax = 53.5 nmol/@DRUG$/min and Km for @DRUG$ = 81.2 nmol/L; Vmax = 20.4 nmol/mg/min.	Oxidation of D to DH-D : With NAD as the only used cosubstrate , the energising psychoanalysis is compatible with the universe of two different NAD - subject isoenzymes : Km for D = 327 nmol / cubic decimeter , Vmax = 53.5 nmol / @DRUG$ / fukien and Km for @DRUG$ = 81.2 nmol / cubic decimeter ; Vmax = 20.4 nmol / mg/ min.	Oxidation of D to DH-D : With NAD as the only used cosubstrate 53.5 the with analysis is compatible kinetic the existence of two different 20.4 - dependent isoenzymes : Km nmol D = 327 nmol / L Km Vmax = , nmol / @DRUG$ / min and , for @DRUG$ = 81.2 for / L ; Vmax = NAD nmol / mg/ min.	Oxidation of D to DH-D : With NAD as the used cosubstrate , the kinetic analysis is compatible with the existence of two different NAD dependent isoenzymes : Km for D = 327 nmol / L , Vmax = 53.5 nmol / @DRUG$ / min Km for @DRUG$ = 81.2 nmol / L ; Vmax = 20.4 nmol / min.	Oxidation of D to DH-D : With NAD as the only used cosubstrate , the kinetic analysis is compatible with the existence of two different NAD - dependent isoenzymes : Km for D = 327 nmol / L , Vmax = 53.5 nmol / DRUG	1
0	DATA SOURCES: Data relating to @DRUG$ 50 @DRUG$/d were identified through searches of MEDLINE and publication databases of Pfizer for articles in English published before January 2009.	DATA germ : datum relating to @DRUG$ 50 @DRUG$ / d were identified through searches of medline and publication databases of Pfizer for articles in English published before January 2009 .	2009 SOURCES : of relating to @DRUG$ 50 @DRUG$ / d were identified through searches of MEDLINE and publication January Data Pfizer for articles in English published before databases DATA .	DATA : Data relating to @DRUG$ 50 @DRUG$ / d were identified through searches of MEDLINE and publication databases of Pfizer for articles in English published before 2009 .	The relationship between @DRUG$ and @DRUG$ was determined by searching MEDLINE and other publication databases for articles in English published before January 2009.	0
0	It is proposed that this effect may be explained by the corticosteroid-sparing action of lysine released from the lysine acetylsalicylate molecule because similar beneficial effects were also obtained after the concomitant use of epsilon-aminocaproic acid (whose chemical structure is almost the @DRUG$ as that of lysine) and @DRUG$.	It is proposed that this effect english hawthorn be explicate by the corticosteroid -sparing action of lysine liberate from the lysine acetylsalicylate molecule because alike beneficial effects were also obtained after the concomitant use of epsilon-aminocaproic acid ( whose chemical structure is virtually the @DRUG$ as that of lysine ) and @DRUG$ .	It is proposed that this lysine may be explained by -sparing corticosteroid the of action lysine released from the effect acetylsalicylate molecule because similar beneficial effects were also obtained almost the concomitant after of epsilon-aminocaproic acid ( whose chemical structure is use the @DRUG$ as that of lysine ) and @DRUG$ .	It is proposed that this effect may be explained by the corticosteroid -sparing action of released from lysine acetylsalicylate molecule because similar beneficial effects were also obtained after concomitant use of ( whose chemical structure is almost the @DRUG$ as that of lysine ) and @DRUG$ .	The corticosteroid-sparing action of lysine released from the lysine acetylsalicylate molecule may explain the beneficial effects obtained after the concomitant use of epsilon-aminocaproic acid and @DRUG$.	1
0	RESULTS--Between 2 and 12 hours after administration, plasma contained < 10 ng of MPA or @DRUG$/ml (parent drug or metabolite equivalent), @DRUG$ intermittently detected by ELISA.	RESULTS -- Between 2 and dozen time of day after administration , plasma contained < 10 ng of MPA or @DRUG$ / ml ( rear drug or metabolite equivalent ) , @DRUG$ intermittently detected by ELISA .	RESULTS -- Between 2 and 12 hours , administration , plasma contained < parent ng by MPA or @DRUG$ / ml ( 10 drug or metabolite equivalent ) after @DRUG$ intermittently detected of ELISA .	RESULTS -- 2 and 12 after administration , plasma contained < ng of MPA or @DRUG$ / ml ( parent drug or metabolite equivalent ) , @DRUG$ intermittently detected by ELISA .	Between 2 and 12 hours after administration, plasma contained < 10 ng of MPA or @DRUG$/ml (parent drug or metabolite equivalent), @DRUG$ intermittently detected by ELISA.	0
0	Serum @DRUG$ (p < 0.001), transferrin saturation (@DRUG$ < 0.001) and ferritin increased in both populations.	Serum @DRUG$ ( atomic number  < 0.001 ) , siderophilin saturation ( @DRUG$ < 0.001 ) and ferritin increased in both populations .	Serum @DRUG$ ( p < 0.001 ) , 0.001 saturation ( @DRUG$ < transferrin both and ferritin increased in ) populations .	Serum @DRUG$ ( p ) , saturation ( @DRUG$ < 0.001 and ferritin increased in both populations .	Serum @DRUG$ ( p < 0.001 ) , transferrin saturation ( @DRUG$ < 0.001 ) and ferritin increased in both populations ."DRUGA and DRUGB are positively correlated.	0
0	Second, in patients with combined hypertension and angina pectoris, fixed doses of labetalol (200 mg twice daily) gave the same blood pressure values, effort tolerance, and nitrate usage @DRUG$ did atenolol 100 @DRUG$ once daily in a double-blind, double-dummy, crossover study.	endorsement , in patients with combined hypertension and angina pectoris , fixed doses of labetalol ( 200 mg image day to day ) gave the same pedigree pressure values , effort tolerance , and nitrate usage @DRUG$ did atenolol 100 @DRUG$ once day to day in a image - blind , image - dummy , crossover study .	Second , in in with combined hypertension and angina pectoris , fixed doses of labetalol ( 200 mg dummy daily ) gave the same blood pressure values , , tolerance - and nitrate usage @DRUG$ did atenolol 100 @DRUG$ once - patients a double daily blind effort double , twice , crossover study .	, in patients with hypertension and angina pectoris fixed doses of labetalol ( 200 mg twice daily ) gave the same blood pressure values , effort , and nitrate usage @DRUG$ did atenolol 100 @DRUG$ once daily in a - blind , double - dummy crossover study .	Second, in patients with combined hypertension and angina pectoris, fixed doses of labetalol (200 mg twice daily) gave the same blood pressure values, effort tolerance, and nitrate usage @DRUG$ did atenolol 100 @DRUG$ once daily in a double-blind	0
0	Similar histological findings, in an identical neuroanatomical distribution, were observed in rats treated with PEN orally; however, the magnitude of the neuronal toxicity was much less than in animals treated with equivalent doses of PEN administered i.p. Although acute lethality occurred in some rats treated with equimolar doses of DMPEN @DRUG$ a single i.@DRUG$. treatment, surviving animals exhibited neither signs nor histopathological evidence of neurocerebellar toxicity.	Similar histological findings , in an identical neuroanatomic distribution , were observed in informer treated with PEN orally ; still , the magnitude of the neuronic toxicity was much less than in brute treated with equivalent doses of PEN administered i.p . Although acute lethality hap in some informer treated with equimolar doses of DMPEN @DRUG$ a single i.@DRUG$ . discourse , surviving brute exhibited neither signs nor histopathological evidence of neurocerebellar toxicity .	Similar histological lethality , in an identical neuroanatomical distribution @DRUG$ doses observed in rats treated with PEN orally ; however , the magnitude of the neuronal toxicity was much than less in animals treated with equivalent were exhibited PEN administered i.p . Although acute findings occurred in some rats treated with evidence doses of DMPEN , a single i.@DRUG$ . treatment , surviving animals equimolar neither signs nor histopathological of of neurocerebellar toxicity .	Similar histological findings , in identical neuroanatomical distribution were observed in rats treated with PEN orally ; however , magnitude of the neuronal toxicity was much less than in animals treated equivalent PEN administered i.p . Although acute lethality occurred in some rats treated with equimolar of DMPEN @DRUG$ a single i.@DRUG$ . treatment , surviving animals exhibited neither signs nor histopathological neurocerebellar toxicity .	Rats treated with PEN orally showed similar histological findings to those treated with PEN administered intraperitoneally, but the magnitude of the neuronal toxicity was much less. Although acute lethality occurred in some rats treated with equimolar doses of DMPEN and @DRUG$, a single	1
1	BACKGROUND: @DRUG$ (ATX), a drug for treatment of depression and ADHD, has a high affinity for the norepinephrine transporter (NET); however, our previous study showed it had a blocking effect similar to @DRUG$ on binding of [(11)C]DASB, a selective serotonin transporter (SERT) ligand.	desktop : @DRUG$ ( ATX ) , a drug for treatment of depression and ADHD , has a high affinity for the norepinephrine conveyer belt ( NET ) ; however , our previous read showed it had a blocking effect similar to @DRUG$ on stick to of [ (  ) C ] DASB , a selective  hydroxytryptamine conveyer belt ( SERT ) ligand .	BACKGROUND : @DRUG$ ( ATX ) , a drug and treatment of depression for ADHD , has a high affinity for the , transporter ( NET ) ; however it our previous on showed norepinephrine had a blocking effect similar to @DRUG$ study binding of [ ( 11 ) C ] DASB , a selective serotonin transporter ( SERT ligand ) .	BACKGROUND : @DRUG$ ( ATX ) a for treatment of depression and ADHD , has a high affinity for the norepinephrine transporter ( NET ) ; however , our previous study showed it had a blocking effect similar to @DRUG$ on binding of [ ( 11 ) C ] , selective serotonin transporter ( SERT ) .	@DRUG$ is a drug that is used to treat depression and ADHD. It has a high affinity for the norepinephrine transporter, but our previous study showed that it had a blocking effect similar to @DRUG$ on binding of the selective serotonin transporter ligand.	0
1	@DRUG$ is a newer therapeutic agent with a structural resemblance to @DRUG$, with two molecular changes, and with a better side effect profile.	@DRUG$ is a newer therapeutic agent with a morphological resemblance to @DRUG$ , with two molecular changes , and with a better side impression profile .	@DRUG$ , a newer therapeutic agent with a structural resemblance to @DRUG$ , with better molecular changes is and with a two side effect profile .	@DRUG$ is a newer agent with a resemblance to @DRUG$ , with two molecular changes , and with a better side effect profile .	@DRUG$ is similar to @DRUG$, but has two molecular changes that make it better in terms of side effects.	0
0	Following oral administration of 250 mg of levodopa the AUC was 2512 +/- 588 @DRUG$ ml-1h in the elderly compared with 1056 +/- 282 ng ml-1h in the young (@DRUG$ less than 0.002).	Following oral exam disposal of 250 mg of levodopa the AUC was 2512 +/- 588 @DRUG$ ml -1h in the elderly liken with 1056 +/- 282 ng ml - 1h in the young ( @DRUG$ less than 0.002 ) .	Following oral the was 250 mg of levodopa administration AUC of 2512 +/- 588 @DRUG$ ml -1h in the elderly compared with 1056 +/- 282 ng ml 0.002 1h in the young ( @DRUG$ less than - ) .	Following oral administration of 250 mg of levodopa the AUC 2512 588 @DRUG$ ml -1h in the elderly compared 1056 +/- ng ml - 1h in the young ( @DRUG$ less than 0.002 ) .	The elderly had a much higher concentration of @DRUG$ in their blood after taking the same dose of levodopa as the young.	1
0	@DRUG$ increased the extracellular levels of @DRUG$ and noradrenaline in the hippocampus of Wistar rat.	@DRUG$ increased the extracellular levels of @DRUG$ and noradrenaline in the hippocampus of Wistar grass .	@DRUG$ increased the extracellular levels of @DRUG$ and hippocampus in the noradrenaline of Wistar rat .	@DRUG$ increased the extracellular levels of @DRUG$ and noradrenaline in the hippocampus of Wistar rat .	@DRUG$ increased the amount of @DRUG$ and noradrenaline in the hippocampus of Wistar rats.	0
0	Asymptomatic liver enzyme elevations occur with @DRUG$ at a similarly low incidence @DRUG$ with other statins.	Asymptomatic liver enzyme elevations occur with @DRUG$ at a similarly low relative incidence @DRUG$ with other statins .	Asymptomatic liver enzyme elevations occur with @DRUG$ at a similarly low with @DRUG$ incidence other statins .	Asymptomatic liver enzyme elevations occur @DRUG$ at similarly low incidence @DRUG$ with statins .	The incidence of asymptomatic liver enzyme elevations is similar between @DRUG$ and other statins.	1
0	@DRUG$ is the phosphate ester prodrug of the HIV-1 PI @DRUG$, and is rapidly and extensively converted to amprenavir after oral administration.	@DRUG$ is the phosphate ester prodrug of the HIV -1 PI @DRUG$ , and is speedily and extensively exchange to amprenavir after oral administration .	@DRUG$ is the phosphate amprenavir prodrug rapidly the HIV -1 PI @DRUG$ , and is of and extensively converted to ester after oral administration .	@DRUG$ is the phosphate ester prodrug of the HIV -1 PI @DRUG$ and is rapidly and extensively converted to amprenavir after oral administration .	@DRUG$ is a prodrug of @DRUG$ . This means that DRUGA is converted into DRUGB after it is taken orally. DRUGA is used to treat HIV -1 infections, and DRUGB is the active ingredient in this medication.	0
1	@DRUG$ inhibited [3H]-(+)-PN200-110 ([3H]-(+)-isradipine) specific binding to tissue homogenates incompletely (@DRUG$ 0.38 microM; maximal inhibition 80%).	@DRUG$ inhibited [ 3H ] -(+) - PN200-110 ( [ 3H ] -(+ ) - isradipine ) particular binding to weave homogenates incompletely ( @DRUG$ 0.38 microM ; maximum inhibition 80 % ) .	@DRUG$ inhibited % 3H 80 -(+) - PN200-110 ( 0.38 3H ] -(+ ) - isradipine ) specific binding to tissue homogenates incompletely ( @DRUG$ [ microM ; maximal inhibition ] [ ) .	@DRUG$ inhibited [ -(+) PN200-110 ( 3H ] -(+ ) - isradipine specific binding to tissue homogenates incompletely ( @DRUG$ 0.38 microM ; maximal inhibition 80 % ) .	@DRUG$ inhibited [ 3H ] -(+) - PN200-110 ( [ 3H ] -(+ ) - isradipine ) specific binding to tissue homogenates incompletely ( @DRUG$ 0.38 microM ; maximal inhibition 80 % ) ."DR	0
1	@DRUG$ showed safety and tolerability comparable to those of placebo and @DRUG$; the incidence of adverse events and number of patients discontinuing therapy were similar in all groups.	@DRUG$ showed safety and tolerability comparable to those of placebo and @DRUG$ ; the relative incidence of adverse events and enumerate of patients discontinuing therapy were alike in all groups .	@DRUG$ showed safety and tolerability comparable events those of placebo and @DRUG$ ; and incidence groups adverse to the number of patients discontinuing therapy were similar in all of .	@DRUG$ showed safety and tolerability comparable to those of placebo and @DRUG$ ; the incidence of adverse events number of discontinuing therapy were similar in all groups	@DRUG$ is just as safe and tolerable as placebo, and just as many patients discontinued therapy in all groups.	1
0	Survival was associated with male gender, working as a healthcare worker, history of hypertension, vomiting on admission, elevated respiratory rate, abnormal lung exam, elevated @DRUG$ transaminase (ALT), clearance of MERS-CoV on repeat PCR polymerase chain reaction (PCR) testing, and @DRUG$ treatment.	Survival was associated with manful gender , work as a health care worker , history of hypertension , vomiting on admission fee , elevated respiratory rate , abnormal lung exam , elevated @DRUG$ transaminase ( ALT ) , headroom of MERS - CoV on repeat PCR polymerase chain reaction ( PCR ) testing , and @DRUG$ treatment .	Survival was associated admission male gender , working as PCR healthcare worker , history of hypertension , vomiting on with , elevated respiratory rate , CoV lung repeat , on @DRUG$ transaminase ( ALT ) , clearance of MERS - abnormal elevated exam PCR polymerase chain reaction ( a ) testing , and @DRUG$ treatment .	Survival was associated with male gender , working as a healthcare worker , history of hypertension , vomiting on admission , elevated respiratory rate , abnormal lung exam , elevated @DRUG$ transaminase ( ALT ) , clearance of MERS - CoV on repeat PCR polymerase reaction ( PCR ) testing and @DRUG$ treatment .	The study found that survival was associated with certain factors, including being male, working as a healthcare worker, having a history of hypertension, vomiting on admission, an elevated respiratory rate, an abnormal lung exam, an elevated ALT, and clearance of the MERS-CoV on repeat PCR testing.	1
0	Data for 150 mg of ABT-773 were @DRUG$ follows: the maximum concentration of the drug in plasma (C(max)) was 318 @DRUG$/ml, its half-life was 5.66 h, and its area under the plasma concentration-time curve from 0 h to infinity (AUC(0- infinity )) was 1,662 ng.	datum for  mg of ABT - 773 were @DRUG$ follows : the maximum concentration of the drug in plasma ( C( max ) ) was 318 @DRUG$ / ml , its half - life was 5.66 h , and its area under the plasma concentration - metre slew from 0 h to eternity ( AUC ( 0 - eternity ) ) was 1,662 nanogram .	Data for 150 773 of mg - ) were @DRUG$ follows the the maximum concentration of the drug in plasma ( C( max ) ABT was 318 @DRUG$ ( ml , its half - life was 5.66 h , and its area under : plasma concentration - time curve from 0 h to / ( AUC infinity 0 - infinity ) ) was 1,662 ng .	Data for 150 of ABT - 773 were @DRUG$ follows : the maximum concentration of the drug in plasma ( C( ) ) was 318 @DRUG$ / ml , its half - life was h , and its area the plasma concentration - time curve from 0 h to infinity ( 0 - infinity ) ) was ng .	The maximum concentration of the drug in plasma ( C( max ) ) was 318 @DRUG$ / ml , its half - life was 5.66 h , and its area under the plasma concentration - time curve from 0 h to infinity ( AUC ( 0 - infinity ) ) was 1,662	1
0	Daptomycin was administered as a single 14C-labeled dose (1.0 @DRUG$/kg of body weight) and @DRUG$ single doses between 0.5 and 6.0 mg/kg.	Daptomycin was administer as a  14C - tagged dose ( 1.0 @DRUG$ / kg of body weight ) and @DRUG$  doses between 0.5 and 6.0 mg / kg .	Daptomycin kg administered as a single 14C - labeled dose ( 1.0 @DRUG$ kg / of body and ) weight @DRUG$ single doses between 0.5 and 6.0 mg / was .	Daptomycin was administered as a 14C - labeled dose ( 1.0 @DRUG$ / kg of body weight ) @DRUG$ single doses between 0.5 and 6.0 mg / kg .	Daptomycin was administered as a single 14C - labeled dose ( 1.0 @DRUG$ / kg of body weight ) and @DRUG$ single doses between 0.5 and 6.0 mg / kg ."The higher the dose of DRUGA, the higher the dose	0
1	However, @DRUG$ should be pharmacologically boosted with ritonavir in treatment-experienced patients or when coadministered with either tenofovir or @DRUG$.	however , @DRUG$ should be pharmacologically boosted with ritonavir in treatment - live patients or when coadministered with either tenofovir or @DRUG$ .	However experienced @DRUG$ should be pharmacologically boosted with ritonavir with treatment - , patients or when coadministered in either tenofovir or @DRUG$ .	However , @DRUG$ should pharmacologically boosted ritonavir in treatment - experienced patients or when coadministered with either tenofovir or @DRUG$ .	@DRUG$ should be pharmacologically boosted with ritonavir in treatment - experienced patients or when coadministered with either tenofovir or @DRUG$ .	0
0	MshC catalyzes the @DRUG$ (ATP)-dependent condensation of cysteine and glucosamine-@DRUG$ (GI) to produce cysteine-glucosamine-inositol (CGI).	MshC catalyzes the @DRUG$ ( atp ) - pendant condensation of cysteine and glucosamine - @DRUG$ ( GI ) to produce cysteine - glucosamine -inositol ( CGI ) .	MshC catalyzes of @DRUG$ ( ATP ) - to condensation the cysteine and glucosamine - @DRUG$ ( GI ) dependent produce cysteine - glucosamine -inositol ( CGI ) .	MshC catalyzes the @DRUG$ ( ATP ) - dependent condensation of cysteine and glucosamine - @DRUG$ ( GI ) to produce cysteine - glucosamine -inositol ( CGI ) .	MshC catalyzes the production of cysteine - glucosamine -inositol ( CGI ) from cysteine and glucosamine - @DRUG$ ( GI ) .	1
0	Many compounds, including aspirin, @DRUG$, phenylbutazone, indomethacin, mefenamic acid, @DRUG$, fenoprofin, naproxen, and ibuprofen have been linked to renal papillary necrosis in human beings.	Many compounds , including aspirin , @DRUG$ , phenylbutazone , indomethacin , mefenamic caustic , @DRUG$ , fenoprofin , naproxen , and ibuprofen have been linked to renal papillary sphacelus in man beings .	Many compounds , including aspirin necrosis @DRUG$ , phenylbutazone , indomethacin , mefenamic , , @DRUG$ acid fenoprofin , naproxen , papillary ibuprofen have been linked to renal and , in human beings .	Many compounds including aspirin , @DRUG$ , phenylbutazone , indomethacin , mefenamic acid @DRUG$ , fenoprofin , naproxen , and ibuprofen have been linked renal papillary necrosis in human beings .	Many compounds that are drugs, including aspirin, have been linked to renal papillary necrosis in human beings.	1
0	The overall incidence of hemorrhage was significantly lower in the @DRUG$ group (16.7% versus 25.2%) (odds ratio, 0.76; 95% CI, 0.67 to 0.86; @DRUG$<0.001).	The boilersuit incidence of shed blood was significantly blue in the @DRUG$ group ( 16.7 % versus 25.2 % ) ( odds ratio , 0.76 ; 95 % CI , 0.67 to 0.86 ; @DRUG$ <0.001 ) .	The overall incidence of hemorrhage was significantly ) 95 the @DRUG$ group ( 16.7 % versus 25.2 % ) ( odds ratio , in ; 0.76 % CI , 0.67 to 0.86 ; @DRUG$ <0.001 lower .	The overall incidence of hemorrhage was significantly lower in @DRUG$ group ( % versus 25.2 % ) ( odds ratio , 0.76 ; 95 % CI , 0.67 to 0.86 ; @DRUG$ <0.001 ) .	The incidence of hemorrhage was lower in the @DRUG$ group than in the @DRUG$ group.	0
0	Platelet aggregation in patients was inhibited by medium and high concentrations of alteplase when induced by 1 micromol/l ADP [1.6 +/- 0.5%, P = 0.001 and 0.9 +/- 0.2%, P = 0.002 versus 8.3 +/- 1.6% (control)] and 20 micromol/@DRUG$ ADP [46.9 +/- 3.9%, @DRUG$ = 0.001 and 46.2 +/- 4.8%, P = 0.001 versus 65.7 +/- 2.7% (control)].	Platelet collection in affected role was inhibited by medium and high assiduousness of alteplase when induct by one micromol / l ADP [ 1.6 +/- 0.5 % , p = 0.001 and 0.9 +/- 0.2 % , p = 0.002 versus 8.3 +/- 1.6 % ( assure ) ] and twenty micromol / @DRUG$ ADP [ 46.9 +/- 3.9 % , @DRUG$ = 0.001 and 46.2 +/- 4.8 % , p = 0.001 versus 65.7 +/- 2.7 % ( assure ) ] .	Platelet ) in patients 4.8 inhibited by medium 65.7 high concentrations of alteplase when induced by , micromol / l 0.001 [ 1.6 +/- 0.5 % = P = 0.001 and 0.9 +/- 0.2 % , P = 0.002 versus 8.3 +/- 46.9 % ( control aggregation ] and 20 micromol / @DRUG$ ADP [ 1.6 ( 3.9 % , @DRUG$ = 0.001 and 46.2 +/- was % , P 1 ADP versus and +/- 2.7 % +/- control ) ] .	Platelet in was inhibited by and high concentrations of alteplase when induced by 1 micromol / l ADP [ 1.6 +/- 0.5 % , P = 0.001 and 0.9 +/- 0.2 % , P = 0.002 versus +/- 1.6 % ( control ) ] and 20 micromol / @DRUG$ ADP [ 46.9 3.9 % , @DRUG$ = 0.001 and 46.2 +/- 4.8 % , P = 0.001 versus 65.7 +/- 2.7 % ( control ) ] .	Platelet aggregation in patients was inhibited by medium and high concentrations of alteplase when induced by 1 micromol / l ADP [ 1.6 +/- 0.5 % , P = 0.001 and 0.9 +/- 0.2 % , P = 0.002 versus	1
0	Metabolites of midecamycin acetate also showed certain degree of antibacterial activities although they gave higher @DRUG$ values than @DRUG$.	Metabolites of midecamycin acetate as well showed certain degree of antibacterial natural action although they gave higher @DRUG$ values than @DRUG$ .	Metabolites of of acetate also showed certain degree midecamycin antibacterial activities although they gave higher @DRUG$ values than @DRUG$ .	of midecamycin acetate also showed certain degree antibacterial activities although they gave higher @DRUG$ values than @DRUG$ .	The antibacterial activities of the metabolites of midecamycin acetate were greater than those of the parent drug, midecamycin acetate.	1
1	Entacapone is administered with every scheduled dose of @DRUG$ whereas @DRUG$ is administered 3 times daily.	Entacapone is administered with every scheduled dose of @DRUG$ whereas @DRUG$ is administered trinity times daily .	Entacapone is administered with every times dose of @DRUG$ whereas @DRUG$ is administered 3 scheduled daily .	Entacapone is administered with every scheduled dose of @DRUG$ whereas @DRUG$ is administered 3 times .	Entacapone is administered with every scheduled dose of @DRUG$, whereas @DRUG$ is administered 3 times daily.	0
0	Our results indicate that both compounds block acetylcholine-evoked responses at micromolar concentrations with a rank order of potency of @DRUG$>@DRUG$, P<0.05.	Our results indicate that both compounds block acetylcholine -evoked responses at micromolar density with a rank lodge of potency of @DRUG$ > @DRUG$ , P<0.05 .	Our results both that indicate compounds block acetylcholine -evoked responses at micromolar rank with a concentrations order of potency of @DRUG$ > @DRUG$ , P<0.05 .	results that both compounds block acetylcholine -evoked at micromolar concentrations with a rank order of potency @DRUG$ @DRUG$ , P<0.05 .	@DRUG$ is more potent than @DRUG$ at blocking acetylcholine -evoked responses.	0
0	At 2 @DRUG$/kg/day, rosuvastatin significantly increased eNOS mRNA and protein compared with untreated hearts, and conversely decreased iNOS mRNA and protein, @DRUG$ well as nitrite production after ischemia-reperfusion.	At 2 @DRUG$ / kg / twenty four hour period , rosuvastatin importantly increased eNOS mRNA and protein equate with untreated hearts , and conversely decreased iNOS mRNA and protein , @DRUG$ well as nitrite production after ischemia-reperfusion .	At 2 @DRUG$ / kg / day , rosuvastatin significantly increased eNOS mRNA conversely protein after with untreated hearts , and and decreased iNOS mRNA and protein , @DRUG$ well as nitrite production ischemia-reperfusion compared .	At 2 @DRUG$ / / day , rosuvastatin significantly increased mRNA and protein compared with untreated hearts , and conversely decreased mRNA and protein , @DRUG$ well as nitrite production after ischemia-reperfusion .	At 2 @DRUG$ / kg / day, rosuvastatin significantly increased eNOS mRNA and protein compared with untreated hearts, and conversely decreased iNOS mRNA and protein, @DRUG$ well as nitrite production after ischemia-reperfusion.	0
0	Final report on the safety assessment of aluminum silicate, @DRUG$ silicate, magnesium aluminum silicate, magnesium silicate, magnesium trisilicate, sodium magnesium silicate, zirconium silicate, attapulgite, bentonite, Fuller's earth, hectorite, kaolin, lithium @DRUG$, lithium magnesium sodium silicate, montmorillonite, pyrophyllite, and zeolite.	Final cover on the safety assessment of al silicate , @DRUG$ silicate , mg al silicate , mg silicate , mg trisilicate , sodium mg silicate , zirconium silicate , attapulgite , bentonite , melville weston fuller 's terra firma , hectorite , kaolin , lithium @DRUG$ , lithium mg sodium silicate , montmorillonite , pyrophyllite , and zeolite .	Final report on the magnesium assessment of , silicate , @DRUG$ silicate magnesium magnesium aluminum silicate , magnesium silicate , safety trisilicate , sodium , silicate , zirconium silicate , attapulgite , bentonite , Fuller 's earth , hectorite , kaolin , lithium @DRUG$ zeolite lithium magnesium sodium silicate aluminum montmorillonite , pyrophyllite , and , .	Final report on the safety assessment of aluminum silicate , @DRUG$ silicate , magnesium aluminum silicate , magnesium silicate , magnesium trisilicate , sodium magnesium silicate , zirconium silicate , attapulgite , bentonite , Fuller earth hectorite , kaolin , lithium @DRUG$ , lithium magnesium sodium silicate , montmorillonite , pyrophyllite , and zeolite .	@DRUG$ is a mineral that is used in many different products, including drugs. @DRUG$ is a mineral that is also used in many different products, including drugs.	0
0	In oral fluid, METH was detected as early @DRUG$ 0.08-2 h; c(max) was 24.7-312.2 micro g/L (10 mg) and 75.3-321.7 micro g/L (20 @DRUG$) and occurred at 2-12 h.	In oral examination fluid , METH was detected as too soon @DRUG$ 0.08 - 2 h ; c( max ) was 24.7-312.2 micro g/L ( tenner mg ) and 75.3- 321.7 micro g/L ( 20 @DRUG$ ) and hap at 2 - 12 h .	In oral fluid , METH was detected as 2 @DRUG$ 0.08 - early h ; c( micro ) 20 24.7-312.2 max g/L ( 10 mg ) and 75.3- ( micro g/L 321.7 was @DRUG$ ) and occurred at 2 - 12 h .	In oral fluid , METH was detected early @DRUG$ 0.08 - 2 h ; c( ) was 24.7-312.2 micro g/L ( 10 mg ) and 75.3- 321.7 micro g/L 20 @DRUG$ ) and occurred at 2 - h	METH was detected as early as 0.08 - 2 hours after @DRUG$ was taken, with a peak concentration of 24.7-312.2 micro g/L ( 10 mg ) and 75.3- 321.7 micro g/L ( 20 @DRUG$ ) at 2	0
0	Rupatadine, a new potent, orally active dual antagonist of @DRUG$ and @DRUG$ (PAF).	Rupatadine , a new potent , orally participating dual antagonist of @DRUG$ and @DRUG$ ( PAF ) .	Rupatadine , a new potent , ) active dual antagonist of @DRUG$ and @DRUG$ ( PAF orally .	Rupatadine , a new , orally active dual antagonist of @DRUG$ and @DRUG$ PAF .	Rupatadine is a new drug that blocks both the effects of @DRUG$ and @DRUG$.	0
0	The results showed that the binding properties of levetiracetam and [3H]ucb 30889, an analogue that was previously characterized as a suitable ligand for @DRUG$ binding site/SV2A in rat brain [Gillard, M., Fuks, B., Michel, P., Vertongen, @DRUG$., Massingham, R. Chatelain, P., 2003.	The results bear witness that the binding property of levetiracetam and [ 3H ] ucb 30889 , an analogue that was antecedently characterize as a suited ligand for @DRUG$ binding site / SV2A in informer brain [ Gillard , M. , Fuks , B. , Michel , P. , Vertongen , @DRUG$ . , Massingham , R. Chatelain , P. , 2003 .	results The showed that , , properties of levetiracetam and [ 3H R. ucb 30889 , an analogue that was characterized previously as a suitable ligand for @DRUG$ P. site / SV2A in rat brain [ Gillard , M. , Fuks , B. , Michel , P. , Vertongen the @DRUG$ . , Massingham , ] Chatelain , binding binding 2003 .	The results that the binding properties of levetiracetam and [ 3H ] ucb 30889 , an analogue that was previously characterized as a suitable ligand @DRUG$ binding site / SV2A in rat brain [ Gillard , M. , Fuks , B. , Michel , P. , Vertongen , @DRUG$ . , , Chatelain , P. , 2003 .	Levetiracetam binds to the @DRUG$ binding site / SV2A in rat brain, and [ 3H ] ucb 30889 is a suitable ligand for this site.	1
0	In a small number of clinical trials, tinzaparin was found to be more effective than intravenous @DRUG$ or oral warfarin sodium @DRUG$ prophylaxis against DVT in high-risk patients undergoing orthopaedic surgery, and more effective than subcutaneous heparin in both general surgical patients and medical patients with an immobilising illness.	In a minor act of clinical trials , tinzaparin was found to be more effective than intravenous @DRUG$ or oral warfarin sodium @DRUG$ prophylaxis against DVT in high- risk patients undergoing orthopaedic surgery , and more effective than hypodermic heparin in both general operative patients and medical patients with an immobilising unwellness .	In a surgery number oral clinical trials , tinzaparin was found to be more effective than intravenous @DRUG$ or of warfarin sodium @DRUG$ prophylaxis against DVT in high- risk patients undergoing orthopaedic small patients and more effective , subcutaneous heparin in both general surgical than and medical patients with an immobilising illness .	In a small of clinical trials tinzaparin was found to be more effective than intravenous @DRUG$ or oral warfarin sodium @DRUG$ prophylaxis against DVT in high- patients undergoing orthopaedic surgery , and more effective than subcutaneous heparin in both general surgical patients and medical patients with an illness	Tinzaparin was found to be more effective than intravenous @DRUG$ or oral warfarin sodium @DRUG$ prophylaxis against DVT in high- risk patients undergoing orthopaedic surgery , and more effective than subcutaneous heparin in both general surgical patients	0
0	Tucatinib is an oral, potent, @DRUG$ receptor 2 (HER2)-specific @DRUG$ kinase inhibitor (TKI) being developed as a novel treatment for ERBB2/HER2-positive breast cancer.	Tucatinib is an oral , potent , @DRUG$ receptor 2 ( HER2 ) - particular @DRUG$ kinase inhibitor ( TKI ) being germinate as a novel treatment for ERBB2 / HER2 - positive boob cancer .	Tucatinib is an oral , cancer , @DRUG$ receptor 2 ( HER2 ) - specific @DRUG$ kinase inhibitor ( TKI ) potent developed as a novel treatment for being / HER2 - positive breast ERBB2 .	is an oral , potent , @DRUG$ receptor 2 ( HER2 ) - @DRUG$ kinase inhibitor ( TKI ) being developed as a treatment for ERBB2 / HER2 - positive breast cancer .	@DRUG$ is a receptor ( HER2 ) - specific @DRUG$ kinase inhibitor ( TKI ) being developed as a novel treatment for ERBB2 / HER2 - positive breast cancer .	0
0	Interestingly, early-onset patients presented also higher thiopurine methyltransferase activity (median 476 versus 350 nmol methylmercaptopurine/@DRUG$ @DRUG$/h, P-value = 0.046).	interestingly , early - onset patient role presented also higher thiopurine methyltransferase activeness ( median 476 versus 350 nmol methylmercaptopurine / @DRUG$ @DRUG$ / h , P-value = 0.046 ) .	Interestingly ( early , onset patients presented also higher P-value methyltransferase activity - median 476 versus 350 nmol methylmercaptopurine / @DRUG$ @DRUG$ / h , thiopurine = 0.046 ) .	Interestingly , - onset patients presented also higher thiopurine methyltransferase activity ( median 476 versus 350 nmol methylmercaptopurine / @DRUG$ @DRUG$ / h , P-value 0.046 ) .	Interestingly, early-onset patients presented also higher thiopurine methyltransferase activity (median 476 versus 350 nmol methylmercaptopurine/@DRUG$ @DRUG$/h, P-value = 0.046).	0
0	Other classes of drugs that demonstrated inhibition of aldehyde oxidase included phenothiazines, tricyclic antidepressants, tricyclic atypical antipsychotic agents, and dihydropyridine calcium channel blockers, along with some other drugs, including @DRUG$, cyclobenzaprine, amodiaquine, maprotiline, ondansetron, propafenone, domperidone, quinacrine, ketoconazole, verapamil, @DRUG$, and salmeterol.	Other division of drugs that demonstrated inhibition of aldehyde oxidase admit thiodiphenylamine , tricyclic antidepressants , tricyclic atypical antipsychotic drug agents , and dihydropyridine ca channel blockers , along with some other drugs , including @DRUG$ , cyclobenzaprine , amodiaquine , maprotiline , ondansetron , propafenone , domperidone , quinacrine , ketoconazole , verapamil , @DRUG$ , and salmeterol .	other classes of drugs that demonstrated inhibition of aldehyde oxidase included verapamil , tricyclic antidepressants , , atypical antipsychotic agents , and dihydropyridine calcium channel blockers , along with some , drugs , salmeterol @DRUG$ , cyclobenzaprine , amodiaquine , maprotiline , ondansetron , propafenone Other domperidone , quinacrine , ketoconazole , phenothiazines tricyclic @DRUG$ , and including .	Other classes of drugs that demonstrated inhibition of aldehyde oxidase included phenothiazines , tricyclic antidepressants , atypical antipsychotic agents , and dihydropyridine calcium channel blockers along with some other drugs , including @DRUG$ , cyclobenzaprine , amodiaquine , maprotiline , ondansetron , propafenone , domperidone , quinacrine , , verapamil , @DRUG$ , salmeterol .	Some other drugs, including @DRUG$, cyclobenzaprine, amodiaquine, maprotiline, ondansetron, propafenone, domperidone, quinacrine, ketoconazole, verapamil, @DRUG$	0
0	Here, we review the chemical characteristics of @DRUG$, @DRUG$ well as its mechanism of action and results from preclinical and clinical trials.	Here , we review the chemical characteristics of @DRUG$ , @DRUG$ well as its mechanism of action and results from presymptomatic and clinical tryout .	results , we review the chemical characteristics of @DRUG$ , @DRUG$ well as its mechanism and action and Here from preclinical of clinical trials .	, we review the chemical characteristics of @DRUG$ , @DRUG$ well as its mechanism of action and results from preclinical and clinical trials .	We looked at the chemical properties of @DRUG$ and @DRUG$, as well as how they work and what the results have been from preclinical and clinical trials.	0
0	Ultrafilterable platinum in plasma decreased in a biexponential mode after infusions of 254-S and @DRUG$, whereas the free @DRUG$ of cisplatin showed a monoexponential disappearance.	Ultrafilterable pt in blood plasma decreased in a biexponential mode after infusions of 254 - S and @DRUG$ , whereas the free @DRUG$ of cisplatin showed a monoexponential disappearance .	Ultrafilterable platinum in plasma decreased monoexponential a biexponential mode after infusions of 254 - S and @DRUG$ , whereas of free @DRUG$ the cisplatin showed a in disappearance .	Ultrafilterable platinum in plasma decreased in a biexponential mode after infusions of 254 - S and @DRUG$ , whereas the free @DRUG$ of cisplatin showed a monoexponential disappearance .	The rate at which ultrafilterable platinum disappears from plasma after infusions of 254 - S and @DRUG$ is different than the rate at which free cisplatin disappears.	1
0	@DRUG$ modulates @DRUG$ bee dance behavior.	@DRUG$ modulates @DRUG$ bee dancing behavior .	@DRUG$ modulates @DRUG$ dance bee behavior .	@DRUG$ modulates @DRUG$ bee dance behavior	@DRUG$ affects how @DRUG$ behaves.	0
1	These parameters were estimated also after the treatment with tricyclic antidepressants: desmethylimipramine (DMI), @DRUG$, or protriptiline, and in the conditions of the reversal of @DRUG$-like syndrom.	These parameters were estimated as well after the treatment with tricyclic antidepressant : desmethylimipramine ( DMI ) , @DRUG$ , or protriptiline , and in the conditions of the reversal of @DRUG$ - similar syndrom .	These protriptiline were estimated also after the , with tricyclic antidepressants : desmethylimipramine ( DMI ) treatment @DRUG$ like or parameters , and in the conditions of the reversal of @DRUG$ - , syndrom .	These parameters estimated also after the treatment with tricyclic antidepressants : desmethylimipramine ( DMI ) , @DRUG$ , or protriptiline , and in the conditions of the reversal of @DRUG$ - like syndrom	The parameters were estimated also after the treatment with tricyclic antidepressants : desmethylimipramine ( DMI ) , @DRUG$ , or protriptiline , and in the conditions of the reversal of @DRUG$ - like syndromes .	0
1	Niflumic acid, @DRUG$, diclofenac and indomethacin inhibited 4-MUG competitively with @DRUG$ values of 0.0275, 0.710, 53.3 and 69.9 microM, respectively, being similar to each IC50 value.	Niflumic acid , @DRUG$ , diclofenac and indocin inhibited tetrad - MUG competitively with @DRUG$ values of 0.0275 , 0.710 , 53.3 and 69.9 microM , respectively , being similar to each IC50 assess .	Niflumic acid , @DRUG$ , MUG and indomethacin inhibited 4 - diclofenac competitively with @DRUG$ values of 0.0275 , 0.710 , 53.3 and 69.9 microM , IC50 , respectively similar to each being value .	Niflumic acid , @DRUG$ , diclofenac and indomethacin inhibited 4 - MUG competitively with @DRUG$ values of 0.0275 , 53.3 and 69.9 microM , respectively , being similar to each IC50 value .	Niflumic acid , @DRUG$ , diclofenac and indomethacin inhibited 4 - MUG competitively with @DRUG$ values of 0.0275 , 0.710 , 53.3 and 69.9 microM , respectively , being similar to	0
0	Plasma samples for pharmacokinetics were obtained on days 1 (@DRUG$, cisplatin as single agents), 15 (ABT-510 @DRUG$ single agent) and 22 (gemcitabine, cisplatin and ABT-510 as combination).	Plasma taste for pharmacokinetics were obtained on sidereal day 1 ( @DRUG$ , cisplatin as single agentive role ) ,  ( ABT - 510 @DRUG$ single agent ) and 22 ( gemcitabine , cisplatin and ABT - 510 as combination ) .	Plasma ( for pharmacokinetics were ) on days , ( @DRUG$ , cisplatin as single agents ) , 15 ( ABT as 510 @DRUG$ single agent ) and 22 samples gemcitabine 1 cisplatin and ABT - 510 - combination obtained .	Plasma samples for pharmacokinetics were obtained on days 1 ( @DRUG$ , cisplatin as single ) , 15 ( ABT - 510 @DRUG$ single agent ) and 22 ( gemcitabine , cisplatin and ABT - 510 as combination ) .	On days 1, 15, and 22, pharmacokinetic data were collected for @DRUG$ (cisplatin as a single agent) and @DRUG$ (ABT-510 as a single agent).	0
0	However, neither fluprostenol nor @DRUG$ stimulated @DRUG$ phosphorylation, but the effects of both agonists were inhibited after protein kinase C stimulation.	However , neither fluprostenol nor @DRUG$ stimulated @DRUG$ phosphorylation , but the effects of both agonist were inhibited after protein kinase C input .	However , neither fluprostenol nor @DRUG$ stimulated @DRUG$ phosphorylation , effects the C of both agonists were inhibited after protein kinase but stimulation .	However , neither fluprostenol nor @DRUG$ stimulated @DRUG$ phosphorylation , but the effects of both agonists were after protein C stimulation .	However, neither fluprostenol nor @DRUG$ stimulated @DRUG$ phosphorylation, but the effects of both agonists were inhibited after protein kinase C stimulation.	0
0	3 (2000) 1301-1306; S.M. Fleming, C. Zhu, @DRUG$.O. Fernagut, A. Mehta, C.D. DiCarlo, R.@DRUG$. Seaman, M.F. Chesselet, Behavioral and immunohistochemical effects of chronic intravenous and subcutaneous infusions of varying doses of rotenone, Exp.	three ( 2000 ) 1301-1306 ; S.M. ian fleming , C. Zhu , @DRUG$.O. Fernagut , A. Mehta , C.D. DiCarlo , R.@DRUG$ . tar , M.F. Chesselet , Behavioral and immunohistochemical effects of chronic intravenous and subcutaneous infusions of alter doses of rotenone , Exp .	3 ( 2000 ) Exp ; S.M. Fleming , C. Zhu 1301-1306 @DRUG$.O. Fernagut , A. Mehta , C.D. DiCarlo , R.@DRUG$ . Seaman , M.F. Chesselet , of and immunohistochemical effects of chronic intravenous and doses infusions Behavioral varying subcutaneous of rotenone , , .	3 ( 2000 S.M. Fleming , C. Zhu , @DRUG$.O. Fernagut , A. Mehta , C.D. DiCarlo , R.@DRUG$ . Seaman , Chesselet , Behavioral and immunohistochemical effects of chronic intravenous and subcutaneous infusions of varying doses of , Exp .	S.M. Fleming, C. Zhu, @DRUG$.O. Fernagut, A. Mehta, C.D. DiCarlo, R.@DRUG$. Seaman, M.F. Chesselet, Behavioral and immunohistochemical effects of chronic	0
0	@DRUG$ (Dron), without iodine, was developed as an alternative to the @DRUG$-containing antiarrhythmic drug amiodarone (AM).	@DRUG$ ( Dron ) , without iodine , was developed as an alternative to the @DRUG$ - containing antiarrhythmic drug drug amiodarone ( follow ) .	@DRUG$ was Dron ) iodine without , , ( developed as an alternative to the @DRUG$ - containing antiarrhythmic drug amiodarone ( AM ) .	@DRUG$ ( ) , without iodine , developed as an alternative @DRUG$ - containing antiarrhythmic drug amiodarone ( AM ) .	@DRUG$ is an alternative to @DRUG$, which contains the antiarrhythmic drug amiodarone.	0
0	Five days' treatment with cefuroxime axetil was recently shown to be as effective @DRUG$ 10 days' treatment with either cefuroxime axetil or amoxicillin/@DRUG$ in patients with acute otitis media or acute bronchitis.	v daytime ' treatment with cefuroxime axetil was recently shown to be as effective @DRUG$  daytime ' treatment with either cefuroxime axetil or amoxicillin / @DRUG$ in patients with acute otitis media or acute bronchitis .	Five days ' shown with / axetil was recently treatment to acute as effective @DRUG$ 10 days ' treatment with either cefuroxime axetil or amoxicillin cefuroxime @DRUG$ in patients with be otitis media or acute bronchitis .	Five days ' treatment with cefuroxime axetil was recently to be as effective @DRUG$ 10 days ' treatment with either cefuroxime axetil or / @DRUG$ in patients with media or acute .	Cefuroxime axetil is just as effective as amoxicillin/clavulanic acid in treating acute otitis media or acute bronchitis within 10 days.	1
0	It has potent in vitro activity against Aspergillus and Candida species, including those resistant to fluconazole or @DRUG$. Results of several clinical trials indicate that @DRUG$ is effective in treating esophageal candidiasis, including azole-refractory disease.	It has potent in vitro activity against Aspergillus and Candida species , include those resistant to fluconazole or @DRUG$ . solution of several clinical trials indicate that @DRUG$ is efficacious in treating esophageal candidiasis , include azole-refractory disease .	It of potent in vitro activity against Aspergillus and Candida species , including those resistant to fluconazole or @DRUG$ . Results has in several trials indicate that @DRUG$ is effective clinical treating esophageal candidiasis , including azole-refractory disease .	It has vitro activity against and Candida species , including those resistant to fluconazole or @DRUG$ Results of several clinical trials indicate that @DRUG$ is effective in treating esophageal candidiasis including azole-refractory disease .	@DRUG$ is a potent drug that is effective in treating Aspergillus and Candida species, including those that are resistant to fluconazole or DRUGA. @DRUG$ is also effective in treating esophageal candidiasis, including azole-refractory disease.	0
0	SR123781A showed high affinity for human AT (Kd = 58 +/- 22 nM) and was a potent catalyst of its inhibitory effect with regard to factor Xa (IC50) = 77 +/- 5 ng/ml - 297 +/- 13 U/mg) and @DRUG$ (IC50 = 4.0 +/- 0.5 @DRUG$/ml - 150 +/- 30 U/mg).	SR123781A render high affinity for homo AT ( Kd = 58 +/- 22 nM ) and was a strong catalyst of its repressive effect with regard to factor Xa ( IC50 ) = lxxvii +/- 5 ng / ml - 297 +/- 13 U / mg ) and @DRUG$ ( IC50 = 4.0 +/- 0.5 @DRUG$ / ml -  +/- 30 U / mg ) .	SR123781A showed high affinity for human AT Kd ( = 58 +/- 22 nM ) 13 was a 297 catalyst of its Xa effect with regard to factor inhibitory ( IC50 ) = 77 +/- 5 ng / - - potent 150 and U / mg ) and @DRUG$ ( IC50 = 4.0 +/- 0.5 @DRUG$ / ml ml +/- +/- 30 U / mg ) .	SR123781A high affinity for human AT ( Kd = 58 +/- nM ) and a potent catalyst of its inhibitory effect with regard to factor Xa ( IC50 ) = 77 +/- 5 ng / ml - 297 +/- 13 U / mg ) and @DRUG$ ( IC50 = 4.0 +/- 0.5 @DRUG$ / ml - 150 +/- 30 U / mg )	SR123781A showed high affinity for human AT ( Kd = 58 +/- 22 nM ) and was a potent catalyst of its inhibitory effect with regard to factor Xa ( IC50 ) = 77 +/- 5 ng / ml - 297 +/- 13 U / mg ) and @DRUG$	1
0	Pooled analysis of post-treatment mean headache frequencies in two trials (88 participants) demonstrates a slight but significant advantage for @DRUG$ 50 @DRUG$ over valproate 400 mg (MD -0.90; 95% CI -1.58 to -0.22).	Pooled depth psychology of post-treatment meanspirited headache frequencies in two trials ( 88 participants ) manifest a slight but significant advantage for @DRUG$ 50 @DRUG$ over valproate 400 mg ( MD - 0.90 ;  % CI - 1.58 to -0.22 ) .	Pooled analysis of post-treatment mean % frequencies in two trials ( CI participants ) 50 a slight but significant advantage for @DRUG$ demonstrates @DRUG$ over valproate 400 0.90 ( MD - mg ; 95 headache 88 - 1.58 to -0.22 ) .	Pooled analysis of post-treatment mean headache frequencies two trials ( 88 participants ) demonstrates a slight but significant advantage for @DRUG$ 50 @DRUG$ valproate 400 mg ( MD - 0.90 ; 95 % - to -0.22 ) .	Pooled analysis of post-treatment mean headache frequencies in two trials ( 88 participants ) demonstrates a slight but significant advantage for @DRUG$ 50 @DRUG$ over valproate 400 mg ( MD - 0.90 ; 95 % CI - 1.58 to -0.22 ) .	0
0	The pharmacokinetics of a single oral dose of midazolam, a probe for CYP3A activity, were assessed in 4 conditions: (1) midazolam (5 @DRUG$) without erythromycin (EM0), (2) erythromycin 2 days + midazolam (2.5 mg) (EM2), (3) erythromycin 4 days + midazolam (2.5 mg) (EM4), and (4) @DRUG$ 7 days + midazolam (2.5 mg) (EM7).	The pharmacokinetics of a unity oral examination vd of midazolam , a probe for CYP3A natural action , were measure in 4 train : ( 1 ) midazolam ( 5 @DRUG$ ) without erythromycin ( EM0 ) , (  ) erythromycin  days + midazolam ( 2.5 mg ) ( EM2 ) , ( 3 ) erythromycin 4 days + midazolam ( 2.5 mg ) ( EM4 ) , and ( 4 ) @DRUG$ septenary days + midazolam ( 2.5 mg ) ( EM7 ) .	The pharmacokinetics were a single oral dose ) probe , a midazolam for CYP3A , activity of assessed in 4 conditions : ( 1 ) midazolam ( 5 @DRUG$ of erythromycin erythromycin ( EM0 2.5 , ( 2 ) without 2 days + midazolam ( , mg ) ( EM2 ) , ( 3 ) erythromycin 4 days + midazolam ( 2.5 mg ) ( EM4 ) ) and ( 4 ) @DRUG$ 7 days + midazolam 2.5 ( mg ) ( EM7 ) .	The pharmacokinetics of a single oral dose of midazolam , a probe CYP3A activity , were in 4 conditions : ( ) midazolam ( 5 @DRUG$ ) erythromycin ( ) , 2 ) erythromycin 2 days + midazolam ( mg ) ( EM2 ) , ( 3 ) erythromycin 4 + midazolam ( 2.5 mg ) ( EM4 ) , and ( 4 ) @DRUG$ 7 days midazolam ( 2.5 mg ) ( EM7 .	The pharmacokinetics of a single oral dose of midazolam, a probe for CYP3A activity, were assessed in 4 conditions: (1) midazolam (5 @DRUG$) without erythromycin (EM0), (2) erythromy	1
0	A Phase II study of the effect of degarelix in 187 men with prostate cancer found a loading dose of 240 mg to be not significantly better than 200 mg in reducing serum testosterone concentrations to < or =0.5 @DRUG$/mL within 3 days of dosing (200 @DRUG$, 88%; 240 mg, 92%).	vitamin a phase two study of the effect of degarelix in 187 men with prostate cancer the crab found a loading dose of 240 milligram to be not significantly better than 200 milligram in reducing serum testosterone concentrations to < or =0.5 @DRUG$ / mL inside 3 days of dosing ( 200 @DRUG$ , 88 % ; 240 milligram , 92 % ) .	A Phase dosing study II the effect of be in 187 men with prostate cancer found a loading dose of 240 mg to degarelix not significantly better than 200 mg in reducing serum concentrations testosterone to < or =0.5 @DRUG$ / 200 within 3 days of mg ( mL @DRUG$ , 88 % ; 240 of , 92 % ) .	A Phase II study of the effect of degarelix 187 men with found a loading of 240 mg to be not significantly better than 200 mg in reducing serum testosterone concentrations to < or @DRUG$ / mL within 3 days of dosing 200 @DRUG$ , 88 % ; 240 mg , % ) .	A Phase II study of the effect of degarelix in 187 men with prostate cancer found a loading dose of 240 mg to be not significantly better than 200 mg in reducing serum testosterone concentrations to < or =0.5 @DRUG$ / mL within 3 days of dosing ( 200 @DRUG$	0
0	The subjects were given single oral doses of 700 @DRUG$ @DRUG$ and 400 mg meprobamate on separate occasions.	The subjects were given single oral sexually transmitted disease of 700 @DRUG$ @DRUG$ and 400 mg meprobamate on separate occasions .	The subjects were given single oral separate of 700 @DRUG$ @DRUG$ and 400 mg meprobamate on doses occasions .	The subjects were given single oral doses of 700 @DRUG$ @DRUG$ 400 mg meprobamate on separate .	The subjects were given single oral doses of 700 @DRUG$ and 400 mg meprobamate on separate occasions .	1
0	Furthermore, @DRUG$ facilitated both @DRUG$- and NADPH-induced lipid peroxidation even in the absence of added ADP-Fe3+, in a fashion similar to that earlier reported with succinate in the presence of theonyltrifluoroacetone.	Furthermore , @DRUG$ facilitated both @DRUG$ - and NADPH - make lipid peroxidation even in the absence of added adp - Fe3 + , in a fashion similar to that earlier account with succinate in the mien of theonyltrifluoroacetone .	Furthermore , @DRUG$ facilitated both @DRUG$ - and NADPH - induced lipid peroxidation even in - absence of in ADP the Fe3 + earlier in a theonyltrifluoroacetone similar to that , reported with succinate added the presence of fashion .	Furthermore , @DRUG$ facilitated both @DRUG$ - and NADPH - lipid peroxidation even in the absence of added ADP Fe3 + , in a fashion similar to that earlier reported with succinate in the presence of theonyltrifluoroacetone	@DRUG$ facilitated both @DRUG$ - and NADPH - induced lipid peroxidation even in the absence of added ADP - Fe3 + .	0
1	A single i.p. injection of tianeptine (10 @DRUG$/kg), 120 min before stress caused a significant decrease of @DRUG$ and corticosterone levels.	angstrom single i.p. injection of tianeptine ( 10 @DRUG$ / kg ) , 120 min before stress caused a substantial decrease of @DRUG$ and corticosterone levels .	A single i.p. injection of tianeptine kg 10 @DRUG$ min ( ) , 120 / before stress caused a significant decrease of @DRUG$ and corticosterone levels .	A single i.p. injection of tianeptine ( 10 @DRUG$ / kg ) , 120 min before stress caused a significant decrease @DRUG$ and corticosterone levels .	A single injection of tianeptine ( 10 @DRUG$ / kg ) , 120 min before stress caused a significant decrease of @DRUG$ and corticosterone levels .	0
0	Analytical results for the sample were @DRUG$ follows: melting point 240 degrees C (decomposition); UV spectrum indicates absorption maxima at 286 and 295 nm and the absorption ratio A286/A295 1.04; IR spectrum is @DRUG$ as that of the USP Reference Standard; no impurity was found by TLC, but a trace of one was found by HPLC analysis; the purity is assumed to be 99.95% by HPLC analysis; loss on drying 0.1%; assay by HPLC against USP Reference Standard 100.2%.	Analytical results for the sample were @DRUG$ follows : melting point 240 academic degree C ( putrefaction ) ; UV spectrum indicates absorption maxima at 286 and 295 nm and the absorption proportion A286 / A295 1.04 ; ir spectrum is @DRUG$ as that of the USP reference work Standard ; no impurity was found by tender loving care , but a trace of ace was found by HPLC analysis ; the honour is assumed to be 99.95 % by HPLC analysis ; loss on dry out 0.1 % ; assay by HPLC against USP reference work Standard 100.2 % .	Analytical trace for the sample degrees @DRUG$ follows : melting point 240 were C ( decomposition IR ; UV spectrum indicates absorption maxima at 286 and 295 nm and the absorption a USP / A295 1.04 that ; spectrum is @DRUG$ as ) of the A286 Reference Standard ; no impurity was found by TLC , but ratio results of one ; found by HPLC analysis ; the purity is assumed to be % % by HPLC analysis ; loss on drying 0.1 99.95 was assay by HPLC against USP Reference Standard 100.2 % .	Analytical results for the were @DRUG$ follows : melting point 240 degrees C ( decomposition ) ; UV spectrum indicates absorption maxima at 286 and 295 nm and the absorption ratio A286 A295 1.04 ; IR spectrum is @DRUG$ as that the USP Reference Standard ; no impurity was found TLC , but trace of one was found by HPLC analysis ; the purity assumed to be % by HPLC analysis ; loss on drying 0.1 % ; by HPLC USP Reference 100.2 .	@DRUG$ is very similar to @DRUG$, with only a very small trace of impurity found. The purity is assumed to be 99.95% by HPLC analysis.	0
1	Furthermore, the maximal stimulatory effect of @DRUG$ on renin secretion was not additive to that produced by the non-diuretic mercurial sulfhydryl reagent P-chloromercuriphenylsulfonate nor to that produced by the non-mercurial diuretic sulfhydryl reagent, @DRUG$.	what is more , the maximum stimulatory effect of @DRUG$ on renin secretion was not additive to that produced by the non-diuretic fickle sulfhydryl reagent P-chloromercuriphenylsulfonate nor to that produced by the non-mercurial diuretic sulfhydryl reagent , @DRUG$ .	, of the maximal stimulatory effect , @DRUG$ on renin secretion was by additive to that produced not the non-diuretic mercurial sulfhydryl reagent P-chloromercuriphenylsulfonate nor to that produced by the non-mercurial diuretic sulfhydryl reagent Furthermore @DRUG$ .	Furthermore , the maximal effect of @DRUG$ was not additive to that produced by the mercurial sulfhydryl reagent P-chloromercuriphenylsulfonate nor to that produced by the non-mercurial diuretic sulfhydryl reagent , @DRUG$ .	The maximal stimulatory effect of @DRUG$ on renin secretion was not additive to that produced by the non-diuretic mercurial sulfhydryl reagent P-chloromercuriphenylsulfonate nor to that produced by the non-mercurial di	1
0	The compound seems to retain the @DRUG$ spectrum of activity @DRUG$ cisplatin, and a definite set of efficacy data is available for ovarian cancer of epithelial origin, small cell carcinoma of the lung and epidermoid carcinoma of the head and neck.	The compound seems to retain the @DRUG$ spectrum of activity @DRUG$ cisplatin , and a definite primed of efficacy data is available for ovarian cancer of epithelial bloodline , belittled cell carcinoma of the lung and epidermoid carcinoma of the head and neck opening .	data compound seems neck retain the @DRUG$ spectrum of activity @DRUG$ cisplatin , and a definite set of , efficacy is available for ovarian cancer of epithelial origin The small cell carcinoma of the lung and epidermoid carcinoma of the head and to .	The compound seems to retain the @DRUG$ spectrum activity @DRUG$ cisplatin , and a definite set of efficacy data is available ovarian cancer epithelial origin , small cell carcinoma of lung epidermoid carcinoma head and neck .	@DRUG$ is similar to cisplatin in terms of its activity, and has been shown to be effective against ovarian cancer, small cell lung cancer, and head and neck cancer.	1
0	The 6-minute walk distance increased in all ambrisentan groups; mean placebo-corrected treatment effects were 31 m (P=0.008) and 51 @DRUG$ (P<0.001) in ARIES-1 for 5 and 10 mg @DRUG$, respectively, and 32 m (P=0.022) and 59 m (P<0.001) in ARIES-2 for 2.5 and 5 mg ambrisentan, respectively.	The hexad - minute walk outstrip increased in all ambrisentan group ; imply placebo-corrected treatment effects were 31 m ( P=0.008 ) and 51 @DRUG$ ( P<0.001 ) in ARIES - 1 for 5 and 10 mg @DRUG$ , severally , and 32 m ( P=0.022 ) and 59 m ( P< 0.001 ) in ARIES - two for 2.5 and 5 mg ambrisentan , severally .	The mg - 31 walk distance increased in all ambrisentan groups ; mean placebo-corrected treatment effects were minute m ( P=0.008 ) - 51 @DRUG$ ( P<0.001 ) in , and 1 for 5 and 10 6 @DRUG$ , respectively , and 32 m ( P=0.022 ) and 59 m ( P< 0.001 ) in for - 2 ARIES 2.5 and 5 mg ambrisentan respectively ARIES .	The 6 - minute walk distance increased in all ambrisentan groups ; mean placebo-corrected treatment were 31 m ( P=0.008 ) and 51 @DRUG$ ( P<0.001 ) ARIES - 1 for and 10 mg @DRUG$ , respectively , and 32 m ( P=0.022 ) and m ( P< 0.001 ) in ARIES - for 5 mg , respectively	The 6 - minute walk distance increased in all ambrisentan groups ; mean placebo-corrected treatment effects were 31 m ( P=0.008 ) and 51 @DRUG$ ( P<0.001 ) in ARIES - 1 for 5 and 10 mg @DRUG$ , respectively ,	0
0	Supplemental ractopamine had no effect on fasting plasma concentrations of @DRUG$ N, nonesterified fatty acids, triglyceride or @DRUG$ (P greater than .05).	Supplemental ractopamine had no effect on fasting plasma concentrations of @DRUG$ N , nonesterified roly poly acids , triglyceride or @DRUG$ ( P large than .05 ) .	ractopamine Supplemental greater no effect on fasting plasma concentrations of @DRUG$ N , nonesterified fatty acids , triglyceride or @DRUG$ ( P had than .05 ) .	Supplemental ractopamine had no effect fasting plasma concentrations of @DRUG$ N , nonesterified fatty acids , or @DRUG$ ( greater than .05 ) .	Supplemental ractopamine had no effect on fasting plasma concentrations of @DRUG$ N , nonesterified fatty acids , triglyceride or @DRUG$ ( P greater than .05 ) ."There was no significant difference between the two groups.	0
0	@DRUG$ strongly inhibited the activity at 1 x 10(-4) M. HgCl2 decreased the activity to about 40% at a concentration of 1 x 10(-4) M. FeCl3, CaCl2, MgCl2, and @DRUG$ had little effect on the hydrolysis of eprinomectin, whereas NaF slightly increased the activity to 118%.	@DRUG$ strongly inhibited the activity at one x  ( - foursome ) M. HgCl2 decreased the activity to about  % at a concentration of one x  ( - foursome ) M. FeCl3 , CaCl2 , MgCl2 , and @DRUG$ had piffling set up on the hydrolysis of eprinomectin , whereas NaF slightly increased the activity to 118 % .	@DRUG$ strongly inhibited the activity at 1 x 10 ( MgCl2 4 ) M. the decreased the activity to about 40 whereas at increased concentration , 1 x 10 ( - 4 % M. FeCl3 , CaCl2 of - , and @DRUG$ had little effect on the hydrolysis of eprinomectin , ) NaF slightly a HgCl2 activity to 118 % .	@DRUG$ strongly inhibited the activity at 1 10 ( - 4 ) M. HgCl2 decreased the activity to about 40 % at a concentration of 1 x 10 - 4 ) M. FeCl3 CaCl2 , MgCl2 , @DRUG$ had little effect on the hydrolysis of NaF slightly the activity to 118 .	@DRUG$ strongly inhibited the activity at 1 x 10 ( - 4 ) M. HgCl2 decreased the activity to about 40 % at a concentration of 1 x 10 ( - 4 ) M. FeCl3 , CaCl2 , MgCl2 , and @DRUG$ had little	0
0	@DRUG$ @DRUG$ a treatment for premenstrual dysphoric disorder.	@DRUG$ @DRUG$ a handling for premenstrual dysphoric disorder .	@DRUG$ @DRUG$ treatment a for premenstrual dysphoric disorder .	@DRUG$ @DRUG$ a treatment for premenstrual dysphoric disorder .	@DRUG$ is a treatment for premenstrual dysphoric disorder, and @DRUG$ is the drug used to treat this disorder.	0
0	In the second one, another 6 male and 6 female subjects received 25 @DRUG$ and 50 mg of @DRUG$ by the i.m. route.	hoosier state the second one and only , another 6 male and 6 female subjects received 25 @DRUG$ and 50 mg of @DRUG$ by the i.m. route .	In and 25 one , another 6 male and 6 female subjects received second @DRUG$ the 50 mg of @DRUG$ by the i.m. route .	the second one , another 6 male and 6 female subjects received 25 @DRUG$ and 50 mg of @DRUG$ by the i.m. route .	In the second one , another 6 male and 6 female subjects received 25 @DRUG$ and 50 mg of @DRUG$ by the i.m. route .	0
0	These results indicate that the sensitizing actions of @DRUG$ as measured by enhanced peptide release, are not mediated by L-, N-, or @DRUG$-type VSCC.	These issue indicate that the sensitizing actions of @DRUG$ as measured by heighten peptide unfreeze , are not mediated by L- , N - , or @DRUG$ - type VSCC .	These results indicate N , sensitizing actions of @DRUG$ as measured by enhanced peptide release - are not mediated by L- , that , the or @DRUG$ - type VSCC .	These results indicate that the sensitizing actions of @DRUG$ as measured by peptide release , are not mediated by L- , N - , or @DRUG$ type VSCC .	The sensitizing actions of @DRUG$, as measured by enhanced peptide release, are not mediated by L-type, N-type, or @DRUG$-type voltage-sensitive calcium channels.	0
1	Some antipsychotic drugs inhibited (+)-[3H]SKF 10,047 binding with high to moderate affinities in the following order of potency: haloperidol greater than perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than molindone greater than or equal to pimozide greater than or equal to @DRUG$ greater than or equal to chlorpromazine greater than or equal to @DRUG$.	Some antipsychotic drugs inhibited ( + ) -[ 3H ]SKF 10,047 back with in high spirits to moderate kinship in the play along order of potency : haldol greater than perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than moban greater than or equal to pimozide greater than or equal to @DRUG$ greater than or equal to chlorpromazine greater than or equal to @DRUG$ .	Some antipsychotic or high ( + than -[ 3H ]SKF 10,047 binding with inhibited to moderate affinities drugs the following order of potency : to greater ) perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater haloperidol molindone greater than or equal to pimozide greater than in equal to @DRUG$ greater than or equal than chlorpromazine greater than or equal to @DRUG$ .	Some antipsychotic drugs inhibited ( + ) -[ ]SKF 10,047 binding high to moderate affinities in following order of : haloperidol greater than greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than molindone greater than or equal to pimozide greater than or equal to @DRUG$ greater than or equal to chlorpromazine greater than or equal to @DRUG$ .	The order of potency of some antipsychotic drugs for inhibiting ( + ) -[ 3H ]SKF 10,047 binding is haloperidol greater than perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than molindone	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, @DRUG$, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, @DRUG$-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially available oral exam and injectable solution expression uncover that the solubilizing excipients include ho - soluble constitutive solvents ( polyethylene glycol ccc , polyethylene glycol 400 , ethanol , propylene glycol , glycerine , N-methyl -  - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol g succinate , polysorbate 20 , @DRUG$ , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty dose esters of pegleg ccc , 400 , or 1750 ) , ho - indissoluble lipid ( castor vegetable oil , clavus vegetable oil , cottonseed vegetable oil , olea europaea vegetable oil , peanut vegetable oil , peppermint vegetable oil , safflower vegetable oil , sesame vegetable oil , soybean vegetable oil , hydrogenated veggie anoint , hydrogenated soybean vegetable oil , and medium- range triglyceride of cocoanut vegetable oil and palm seed vegetable oil ) , constitutive liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic dose , medium- range mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A , of commercially available , and injectable solution oil reveals oils the Labrafil excipients include peppermint - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene of chain glycerin , monooleate - 2 - pyrrolidone , dimethylacetamide oil and dimethylsulfoxide ) review non-ionic , ( Cremophor EL , Cremophor RH 40 , Cremophor RH sorbitan , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , @DRUG$ , Solutol HS oil , 60 N-methyl , poloxamer 407 , Labrafil M-1944CS oral solubilizing M-2125CS , Labrasol surfactants Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters glycol PEG 300 , 400 , or 1750 ) , water - and lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil sesame water oil , safflower oil , , formulations , soybean oil , hydrogenated vegetable that , hydrogenated soybean , , and medium- , triglycerides of , oil insoluble palm seed 15 , , organic liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) and various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , , phospholipids ( hydrogenated soy phosphatidylcholine ) distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine coconut L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially oral and solution formulations reveals that the solubilizing excipients water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , , - 2 - , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol succinate , polysorbate 20 , @DRUG$ , Solutol HS 15 , sorbitan , poloxamer 407 , Labrafil , Labrafil , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) water - insoluble lipids ( castor oil , corn oil , cottonseed , oil , peanut oil , oil , oil , sesame oil , soybean , hydrogenated vegetable oils , hydrogenated oil , and medium- chain triglycerides of coconut oil palm seed oil ) , organic liquids / semi-solids ( beeswax , @DRUG$ - alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	"Currently used drugs treat EDS alone (@DRUG$/@DRUG$, methylphenidate, and amphetamine), cataplexy alone (""off-label"" use of antidepressants), or both EDS and cataplexy (sodium oxybate)."	" currently used drugs treat EDS solitary ( @DRUG$ / @DRUG$ , methylphenidate , and upper ) , cataplexy solitary ( " " off-label " " use of antidepressants ) , or both EDS and cataplexy ( na oxybate ) . "	" antidepressants used drugs ( EDS alone ( @DRUG$ / @DRUG$ , methylphenidate alone and amphetamine ) , cataplexy , ( " " off-label " " use of Currently ) . or both EDS and cataplexy treat sodium oxybate ) , "	" Currently used drugs treat EDS alone @DRUG$ / @DRUG$ , methylphenidate , and amphetamine ) , cataplexy ( " " off-label " use of antidepressants ) , both and cataplexy ( sodium oxybate ) . "	Currently used drugs treat EDS alone (@DRUG$/@DRUG$, methylphenidate, and amphetamine), cataplexy alone (off-label use of antidepressants), or both EDS and cataplexy (sodium oxybate).	0
0	Dexmethylphenidate (@DRUG$-MPH), the d-isomer of the traditional racemic mixtures of d,@DRUG$-threo-(R,R)-MPH, was recently introduced as another potential option in the stimulant class of medications.	Dexmethylphenidate ( @DRUG$ - MPH ) , the d-isomer of the traditional racemic mixtures of d , @DRUG$ - threo - ( R , R ) - MPH , was recently introduce as another possible option in the stimulation sort out of medications .	Dexmethylphenidate ( @DRUG$ - MPH ) , the d-isomer of the traditional , mixtures of d , @DRUG$ - threo - medications R racemic R ) class MPH , was in introduced as another potential option recently the stimulant - of ( .	Dexmethylphenidate ( @DRUG$ - MPH ) , the d-isomer of traditional racemic mixtures of d , @DRUG$ threo ( R , R MPH , was recently introduced as another potential option in the stimulant class of .	Dexmethylphenidate ( @DRUG$ ) is the d-isomer of the traditional racemic mixture of d , @DRUG$ - threo - ( R , R ) - MPH . Dexmethylphenidate was recently introduced as another potential option in the stimulant class of medications .	0
0	A young semi-comatose male patient was investigated using 99mTc hexamethyl-propylene amine oxime (99mTc HMPAO) brain single photon emission computed tomography (SPECT) before and after administration of the gamma-aminobutyric acid (@DRUG$) agonist @DRUG$.	A new semi-comatose male affected role was investigated habituate ninety nine mTc hexamethyl - propylene amine oxime ( ninety nine mTc HMPAO ) brain single photon emission computed tomography ( SPECT ) before and after administration of the gamma-aminobutyric acid ( @DRUG$ ) agonist @DRUG$ .	A young semi-comatose male patient ) investigated using ) gamma-aminobutyric hexamethyl - propylene amine oxime ( 99 99 HMPAO mTc brain single photon emission computed tomography ( SPECT was before and after administration of the mTc acid ( @DRUG$ ) agonist @DRUG$ .	A young male patient investigated using 99 mTc hexamethyl - propylene amine ( 99 mTc HMPAO ) brain single photon emission computed tomography ( SPECT ) before and after administration of the gamma-aminobutyric acid ( @DRUG$ ) agonist @DRUG$ .	A young semi-comatose male patient was investigated using 99 mTc hexamethyl - propylene amine oxime ( 99 mTc HMPAO ) brain single photon emission computed tomography ( SPECT ) before and after administration of the gamma-aminobutyric acid (	1
0	Administration of either d-@DRUG$ or tedisamil (at concentration of 10(-5) mol/@DRUG$) before the administration of 10(-6) mol/l TG prevent the TG induced elevation of [Ca2+]i. CONCLUSION: These results support our hypothesis that d-sotalol and tedisamil prevent Ca2+ overload by the cAMP dependent SR Ca2+ uptake.	Administration of either d-@DRUG$ or tedisamil ( at concentration of 10 ( - 5 ) mole / @DRUG$ ) before the brass of 10 ( - 6 ) mole / l TG keep the TG induced elevation of [ Ca2 + ] i. CONCLUSION : These results support our theory that d-sotalol and tedisamil keep Ca2 + overburden by the camp down dependent SR Ca2 + uptake .	Administration of either / or tedisamil ( at concentration of 10 ( - 5 ) mol before @DRUG$ ) administration the Ca2 of 10 ( - 6 ) mol / l TG prevent the TG induced elevation of [ overload + ] i. CONCLUSION : These results support our hypothesis that Ca2 and tedisamil prevent d-@DRUG$ + d-sotalol by the cAMP dependent SR Ca2 + uptake .	Administration of either d-@DRUG$ or tedisamil ( at concentration of 10 ( - 5 ) mol / @DRUG$ ) before the administration of 10 ( - 6 ) mol l TG prevent the TG induced elevation of [ Ca2 ] i. CONCLUSION : These results support hypothesis that and tedisamil prevent Ca2 + overload by the dependent SR Ca2 + uptake .	When either d-@DRUG$ or tedisamil is administered before TG (a chemical that causes an increase in calcium levels), the TG-induced elevation of calcium levels is prevented.	1
0	The treatments that are efficacious for the management of the different non-motor symptoms are as follows: pramipexole for the treatment of depressive symptoms, clozapine for the treatment of psychosis, rivastigmine for the treatment of dementia, and botulinum toxin A (BTX-A) and @DRUG$ @DRUG$ well as glycopyrrolate for the treatment of sialorrhea.	The treatments that are effectual for the direction of the dissimilar non-motor symptoms are as follows : pramipexole for the treatment of depressive symptoms , clozaril for the treatment of psychosis , rivastigmine for the treatment of dementedness , and botulinum toxin type a ( BTX - type a ) and @DRUG$ @DRUG$ well as glycopyrrolate for the treatment of sialorrhea .	The treatments that are efficacious for the of of the different rivastigmine symptoms are ) follows : pramipexole for the treatment management depressive symptoms , clozapine for the treatment of psychosis , non-motor for the glycopyrrolate of dementia treatment and botulinum toxin A ( BTX - A as and @DRUG$ @DRUG$ well as , for the treatment of sialorrhea .	The are efficacious for the management of the different non-motor symptoms are as follows : pramipexole for the treatment of depressive symptoms , clozapine for the treatment of psychosis , rivastigmine for the treatment of dementia , and botulinum toxin ( BTX - A ) @DRUG$ @DRUG$ well as glycopyrrolate for the treatment of .	The treatments that are efficacious for the management of the different non-motor symptoms are as follows : pramipexole for the treatment of depressive symptoms , clozapine for the treatment of psychosis , rivastigmine for the treatment of dementia , and botulinum toxin A	1
0	He received @DRUG$ (@DRUG$ the hydrochloride salt) 8 mg orally 20 minutes before each dose of uridine triacetate to prevent nausea and vomiting.	He received @DRUG$ ( @DRUG$ the hydrochloride salt ) 8 mg orally 20 proceedings before each dose of uridine triacetate to foreclose nausea and vomiting .	He received @DRUG$ ( @DRUG$ the hydrochloride salt ) 8 of orally 20 minutes before each dose mg uridine prevent to triacetate nausea and vomiting .	He received @DRUG$ ( @DRUG$ the hydrochloride salt ) mg orally 20 minutes before each dose of uridine triacetate to nausea and vomiting .	He received @DRUG$ ( @DRUG$ the hydrochloride salt ) 8 mg orally 20 minutes before each dose of uridine triacetate to prevent nausea and vomiting .	0
0	Formoterol enantiomers were analysed by chiral h.@DRUG$.l.c. assay and formoterol glucuronides were determined as @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase.	Formoterol enantiomer were analysed by chiral h.@DRUG$.l.c. assay and formoterol glucuronides were determined as @DRUG$ enantiomer after enzymatic segmentation with beta-glucuronidase .	Formoterol enantiomers were analysed by glucuronides h.@DRUG$.l.c. assay and formoterol chiral were as determined @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase .	Formoterol enantiomers were analysed by chiral h.@DRUG$.l.c. assay and glucuronides determined as @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase .	The formoterol enantiomers were analyzed by a chiral h.@DRUG$.l.c. assay, and the formoterol glucuronides were determined as the @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase.	0
0	The peak plasma concentrations (mean +/- s.@DRUG$.) after the single dose (25.7 +/- 17.0 ng ml-1) were not significantly different (@DRUG$ = 0.35) from those at steady state (32.4 +/- 20.9 ng ml-1).	The blossom plasma concentrations ( mean +/- s.@DRUG$ . ) after the single std ( 25.7 +/- 17.0 ng millilitre - 1 ) were not significantly different ( @DRUG$ = 0.35 ) from those at unwavering state ( 32.4 +/- 20.9 ng millilitre - 1 ) .	The peak plasma ng ( @DRUG$ +/- s.@DRUG$ 1 ) +/- the single dose ( 25.7 +/- 17.0 ng ml - 1 ) were not significantly different ( mean = 0.35 ) from those at steady state ( 32.4 after 20.9 concentrations ml - . ) .	The peak plasma concentrations ( s.@DRUG$ . after the single dose ( 25.7 +/- 17.0 ng ml - 1 ) were not different ( @DRUG$ = 0.35 ) from those at steady state ( 32.4 +/- 20.9 ng ml - 1 .	The peak plasma concentrations ( mean +/- s.@DRUG$ . ) after the single dose ( 25.7 +/- 17.0 ng ml - 1 ) were not significantly different ( @DRUG$ = 0.35 ) from those at steady state ( 32.4 +/- 20.9 ng ml -	0
0	A better understanding of its mechanism will allow for the development of assays to @DRUG$ its clinical efficacy and safety in patients, as well @DRUG$ guide the development of the next generation of therapies for MS. In order to build the foundation for determining its mechanism, we reviewed the manner in which DMF alters lymphocyte subsets in MS patients, its impact on clinical efficacy and safety, as well as its molecular effects in cellular and animal models.	A better understanding of its mechanism will allow for the development of assays to @DRUG$ its clinical efficaciousness and prophylactic in patients , as well @DRUG$ guide the development of the next generation of therapies for MS . In order to anatomy the foundation for determining its mechanism , we reviewed the manner in which DMF alters lymph cell subset in MS patients , its bear on on clinical efficaciousness and prophylactic , as well as its molecular effects in cellular and creature simulation .	A better understanding of its mechanism will allow for . development of for to @DRUG$ the clinical efficacy its safety well patients , as clinical @DRUG$ guide for development of the next generation of therapies the MS its In order to build the foundation assays determining and in , we reviewed the manner in which DMF alters lymphocyte subsets in MS patients , its impact on mechanism efficacy and safety , as well as its molecular effects in cellular and animal models .	A better understanding of its mechanism will allow for the development of assays to @DRUG$ its clinical efficacy and safety patients , as well @DRUG$ guide the development of next generation of for MS . In order to build the foundation determining its , we reviewed the manner in which DMF alters lymphocyte subsets in MS patients , its impact clinical efficacy and safety , as well as its molecular effects in cellular and models .	A better understanding of its mechanism will allow for the development of assays to @DRUG$ its clinical efficacy and safety in patients , as well @DRUG$ guide the development of the next generation of therapies for MS . In order to build the foundation for determining its mechanism , we reviewed the manner in which	0
0	In the first week of life significant correlations between GA and elimination half-life (p < 0.001) and between plasma @DRUG$ and elevated Cmin (@DRUG$ < 0.002) were found, but no correlation between C0.5h and GA.	In the inaugural week of life significant correlations between GA and elimination one half - life ( p < 0.001 ) and between blood plasma @DRUG$ and kick upstairs Cmin ( @DRUG$ < 0.002 ) were found , but no correlation between C0.5h and GA .	( the first week of life significant between between GA and elimination half - life In found < 0.001 ) and correlations plasma @DRUG$ but elevated Cmin ( @DRUG$ < 0.002 ) were p , and no correlation between C0.5h and GA .	In the first week of life significant correlations between GA and elimination half - life ( p < 0.001 ) and plasma @DRUG$ elevated Cmin ( @DRUG$ < 0.002 ) were , but no correlation between C0.5h and GA	The elimination half-life of @DRUG$ was found to be significantly correlated with GA, and the plasma concentration of DRUGA was found to be significantly correlated with the Cmin of @DRUG$.	0
0	They received no medication, 1.5 gm acetaminophen, 6 gm @DRUG$, or 9 gm @DRUG$ decahydrate orally, in aqueous solution.	They received no medication , 1.5 gm panadol , 6 gm @DRUG$ , or ix gm @DRUG$ decahydrate orally , in aqueous solution .	They received no medication , 1.5 9 acetaminophen , 6 gm @DRUG$ , or gm gm @DRUG$ decahydrate orally , in aqueous solution .	They received no medication , 1.5 gm , 6 gm @DRUG$ , or gm @DRUG$ decahydrate orally , in aqueous solution .	They received no medication, 1.5 gm acetaminophen, 6 gm @DRUG$, or 9 gm @DRUG$ decahydrate orally, in aqueous solution.	0
0	"In addition to the ""classical"" biogenic amines resulting from decarboxylation of aromatic acids, including @DRUG$ (DA), norepinephrine, epinephrine, serotonin (@DRUG$), and histamine, other biogenic amines, present at much lower concentrations in the central nervous system (CNS), and hence referred to as ""trace"" amines (TAs), are now recognized to play significant neurophysiological and behavioral functions."	" In addition to the " " classical " " biogenic amine leave from decarboxylation of aromatic dose , including @DRUG$ ( DA ) , norepinephrine , epinephrin , serotonin ( @DRUG$ ) , and histamine , other biogenic amine , present at much lower concentrations in the exchange nervous system ( CNS ) , and hence referred to as " " line " " amine ( atomic number  ) , are now recognized to play pregnant neurophysiological and behavioral functions . "	" In addition to the " " classical " TAs play amines resulting from decarboxylation of aromatic acids , including @DRUG$ ( DA ) , norepinephrine , epinephrine , serotonin ( @DRUG$ concentrations , and histamine , other biogenic amines , present at much lower ) trace the ) nervous system ( CNS ) , and hence referred to as " " in central " amines ( " " , are now recognized functions biogenic significant neurophysiological and behavioral to . "	" In addition to the " " classical " biogenic amines resulting from decarboxylation of aromatic acids , including @DRUG$ ( DA ) , norepinephrine , epinephrine serotonin ( @DRUG$ ) , and histamine , other biogenic amines , present at much lower concentrations in the central nervous system ( CNS ) , and hence as " " " " amines ( TAs ) , now recognized to play significant neurophysiological and behavioral functions . "	Classical" biogenic amines (e.g., dopamine, norepinephrine, epinephrine, serotonin, and histamine) are produced as a result of the decarboxylation of aromatic acids. "Trace" amines (e.g., phenethylamine	1
1	The kinetics of perindoprilat were dose dependent with the apparent volume of distribution (V/@DRUG$) varying from 920 L at a dose of 3.1 @DRUG$ of perindoprilat to 470 L at a dose of 12.3 mg, in normal volunteers.	The kinetics of perindoprilat were dose dependent with the apparent volume of distribution ( V / @DRUG$ ) varying from 920  at a dose of 3.1 @DRUG$ of perindoprilat to 470  at a dose of 12.3 milligram , in pattern unpaid worker .	The kinetics of dose were dose dependent with the apparent volume to distribution ( V / @DRUG$ ) varying from 920 L at a dose of normal @DRUG$ of perindoprilat of 470 L at a perindoprilat of 12.3 mg , in 3.1 volunteers .	The kinetics of perindoprilat were dose dependent with the volume of distribution ( V / @DRUG$ ) varying from 920 L at a dose of 3.1 @DRUG$ of 470 L dose of 12.3 mg in normal volunteers .	The kinetics of perindoprilat were dose dependent with the apparent volume of distribution ( V / @DRUG$ ) varying from 920 L at a dose of 3.1 @DRUG$ of perindoprilat to 470 L at a dose of 12.3 mg , in normal volunteers	0
0	Additionally, the @DRUG$(FA:@DRUG$) formulation prolonged Tmax and decreased Cmax in both species.	Additionally , the @DRUG$ ( FA : @DRUG$ ) formulation prolonged Tmax and lessen Cmax in both species .	Additionally , the @DRUG$ ( FA : @DRUG$ ) species prolonged Tmax and decreased Cmax in both formulation .	Additionally , the @DRUG$ ( FA : @DRUG$ ) formulation prolonged Tmax and decreased Cmax in both species .	@DRUG$ prolongs Tmax and decreases Cmax in both species.	1
0	A review of 10 years of experience with @DRUG$ @DRUG$ an antihypertensive agent.	vitamin a review of 10 years of experience with @DRUG$ @DRUG$ an antihypertensive agent .	A review of of years 10 experience with @DRUG$ @DRUG$ an antihypertensive agent .	A review of 10 years of experience with @DRUG$ @DRUG$ an antihypertensive agent .	A review of 10 years of experience with @DRUG$, an antihypertensive agent.	1
0	Some of the other kavapyrones affected @DRUG$ levels @DRUG$ well.	just about of the other kavapyrones affected @DRUG$ levels @DRUG$ well .	the of Some other kavapyrones affected @DRUG$ levels @DRUG$ well .	Some the other kavapyrones affected @DRUG$ levels @DRUG$ well .	Some of the other kavapyrones affected @DRUG$ levels @DRUG$ well .	0
0	The BAM drug combination was premixed using 0.5 ml butorphanol (30 mg/ml), 0.25 ml azaperone (50 mg/ml), and 0.25 ml medetomidine (20 mg/ml) per milliliter to yield a final mix of (15 @DRUG$ butorphanol+12.5 mg azaperone+5 mg @DRUG$)/ml.	The clap drug combination was premixed using 0.5 ml butorphanol ( xxx mg / ml ) , 0.25 ml azaperone ( 50 mg / ml ) , and 0.25 ml medetomidine (  mg / ml ) per milliliter to relent a final desegregate of ( fifteen @DRUG$ butorphanol + 12.5 mg azaperone + 5 mg @DRUG$ ) / ml.	The BAM drug combination was premixed using 0.5 ml butorphanol ( 30 mg / ml 0.25 , 0.25 ml azaperone ml 50 mg / ) ) , and 20 ml medetomidine ( ) mg / ml ( per milliliter to yield + final mix of ( 15 @DRUG$ butorphanol + 12.5 mg azaperone a 5 mg @DRUG$ ) / ml.	The BAM drug combination was premixed using 0.5 ml butorphanol ( 30 mg / ml ) , 0.25 ml azaperone 50 mg / ml ) , and 0.25 ml medetomidine 20 mg ml ) per milliliter to yield a final mix ( 15 @DRUG$ butorphanol + 12.5 mg azaperone + 5 mg @DRUG$ ) / ml.	For every milliliter of @DRUG$, there is 0.5 milliliter of butorphanol, 0.25 milliliter of azaperone, and 0.25 milliliter of medetomidine.	1
0	Redox inactivity and inhibition of doxorubicinol formation correlate with the cardiac safety of @DRUG$ in @DRUG$-pretreated patients.	Redox inactivity and inhibition of doxorubicinol establishment correlated with the cardiac safety of @DRUG$ in @DRUG$ - pretreated patients .	Redox inactivity and inhibition correlate - formation of with the cardiac safety of @DRUG$ in @DRUG$ doxorubicinol pretreated patients .	Redox inactivity inhibition of doxorubicinol formation correlate with the cardiac safety of @DRUG$ in @DRUG$ - pretreated patients .	Redox inactivity and inhibition of doxorubicinol formation correlate with the cardiac safety of @DRUG$ in @DRUG$ - pretreated patients ."This means that when DRUGA is used in patients who have been pretreated with DRUGB, the cardiac safety of	0
0	In addition, a range of full and partial @DRUG$ agonists (eg, sumanirole, @DRUG$ and BP-897) and their new formulations, for example, patch delivery systems (eg, rotigotine) are being developed.	In accession , a range of wide cut and partial @DRUG$ agonists ( eg , sumanirole , @DRUG$ and BP - 897 ) and their new expression , for case , patch delivery systems ( eg , rotigotine ) are being developed .	In addition , ( range developed full eg partial @DRUG$ agonists ( eg , sumanirole , @DRUG$ and BP - 897 ) and their systems formulations , for example , patch delivery new a and , rotigotine ) are being of .	, a range of full and partial @DRUG$ agonists ( eg , sumanirole @DRUG$ and BP - 897 ) and their new formulations , for example , patch delivery systems ( eg , rotigotine ) are being developed .	@DRUG$ is a drug that interacts with a receptor (@DRUG$) to produce a biological response. DRUGA agonists are drugs that activate (or stimulate) the DRUGA receptor, while DRUGA antagonists are drugs that block or inhibit the DRUGA receptor.	0
0	Terconazole inhibited the uptake of 14C-labeled glucose, @DRUG$, and @DRUG$ into C. albicans and caused the rapid release of intracellular K+.	Terconazole suppress the ingestion of 14C- labeled glucose , @DRUG$ , and @DRUG$ into C. albicans and caused the rapid release of intracellular K+ .	Terconazole inhibited the uptake of 14C- and glucose , @DRUG$ , intracellular @DRUG$ into C. albicans and caused the rapid release of labeled K+ .	Terconazole inhibited the uptake of labeled glucose , @DRUG$ , and @DRUG$ into C. albicans and the rapid release of K+ .	@DRUG$ inhibits the uptake of @DRUG$ into C. albicans and causes the rapid release of intracellular K+.	0
0	In addition to the earlier onset of effect, intravenous @DRUG$ is about twice @DRUG$ potent as oral, a result consistent with a systemic bioavailability of oral famotidine of about 43%.	In addition to the earlier onset of effect , intravenous @DRUG$ is about doubly @DRUG$ potent as oral , a result consistent with a systemic bioavailability of oral pepcid of about xliii % .	In addition to the earlier onset of effect with intravenous @DRUG$ is oral twice @DRUG$ potent as , , a result consistent about a systemic bioavailability of oral famotidine of about 43 % .	In addition the earlier onset of effect , intravenous @DRUG$ is about twice @DRUG$ potent as oral , result consistent with a oral of about 43 % .	@DRUG$ is about twice as potent as @DRUG$ when given intravenously, but the oral form of DRUGA is only about 43% as potent as the intravenous form.	0
0	Compared with the control group, the DDVP-treated group showed statistically significantly increased intensities of indoxyl sulfate, @DRUG$ sulfate, cholic acid, deoxycholic acid, @DRUG$-cresol, p-cresol sulfate, and orotic acid but decreased intensities of suberic acid, citric acid, sebacic acid, hippuric acid, taurine, phosphocreatine, 3-hydroxyanthranilic acid, and kynurenic acid.	Compared with the control group , the DDVP - treated group register statistically significantly increase volume of indoxyl sulfate , @DRUG$ sulfate , cholic acid , deoxycholic acid , @DRUG$ - cresol , p-cresol sulfate , and orotic acid but fall volume of suberic acid , citric acid , sebacic acid , hippuric acid , taurine , creatine phosphate , threesome - hydroxyanthranilic acid , and kynurenic acid .	Compared with the control group , the DDVP - treated significantly showed statistically group increased intensities of indoxyl sulfate , @DRUG$ sulfate , cholic acid , deoxycholic acid , @DRUG$ - cresol , p-cresol sulfate kynurenic and orotic acid but decreased citric suberic , acid acid intensities acid , sebacic of , hippuric acid , taurine , phosphocreatine , 3 - hydroxyanthranilic acid , and , acid .	Compared with the control group the DDVP - treated group showed statistically significantly increased intensities indoxyl sulfate , @DRUG$ sulfate , cholic acid , deoxycholic acid , @DRUG$ - cresol , p-cresol sulfate , and orotic but decreased intensities of suberic acid , citric acid , sebacic acid , hippuric acid taurine , phosphocreatine , 3 hydroxyanthranilic acid , and kynurenic acid .	The DDVP-treated group showed statistically significantly increased intensities of indoxyl sulfate, @DRUG$ sulfate, cholic acid, deoxycholic acid, @DRUG$-cresol, p-cresol sulfate, and orotic acid but decreased intensities	0
0	In addition, in several preparations, including micro- and macrovasculature, the sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitors of NO-synthase, such @DRUG$ L-N(G)-@DRUG$ (LNNA) or L-N-nitro-arginine-methyl-ester (L-NAME), has been shown.	In accession , in respective preparations , including micro- and macrovasculature , the sensitiveness of the vasorelaxing set up of the dihydropyridines to inhibitors of NO - synthase , such @DRUG$ L -N ( G ) - @DRUG$ ( LNNA ) or L-N-nitro-arginine -methyl-ester ( L- key out ) , has been shown .	In addition , in L- preparations , including micro- and macrovasculature , the sensitivity to the -methyl-ester effect of the dihydropyridines of inhibitors of NO - synthase , such @DRUG$ L -N ( G ) - @DRUG$ ( LNNA ( or L-N-nitro-arginine vasorelaxing ) ) NAME several , has been shown .	In addition , several preparations , including micro- and macrovasculature , the sensitivity of vasorelaxing effect of the to of NO synthase , such @DRUG$ L -N ( G - @DRUG$ ( LNNA ) or L-N-nitro-arginine -methyl-ester ( NAME ) , has been shown	The dihydropyridines are sensitive to inhibitors of NO - synthase, such as @DRUG$ L-N ( G ) - @DRUG$ ( LNNA ) or L-N-nitro-arginine -methyl-ester ( L- NAME ).	0
0	Eighteen clinical Enterobacteriaceae isolates, including nine carbapenem-resistant strains, were evaluated against @DRUG$-avibactam (2,000 mg/500 mg) @DRUG$ a 2-h infusion every 8 h. To highlight the impact of avibactam, 13 select isolates were tested in the neutropenic model against a humanized regimen of 2,000 mg ceftazidime every 8 h (2-h infusion).	 clinical Enterobacteriaceae isolates , including nine carbapenem - resistant strains , were evaluated against @DRUG$ - avibactam ( 2,000 milligram /500 milligram ) @DRUG$ a two - atomic number  infusion every 8 atomic number  . To highlight the impact of avibactam , 13 select isolates were try out in the neutropenic role model against a humanized regimen of 2,000 milligram ceftazidime every 8 atomic number  ( 2- atomic number  infusion ) .	Eighteen h Enterobacteriaceae ) , including nine carbapenem - resistant strains , were evaluated against @DRUG$ - avibactam ( 2,000 mg /500 mg ) @DRUG$ a 2 - h infusion every 8 h . clinical highlight the impact of avibactam , 13 select isolates were tested in the neutropenic 2- against infusion humanized regimen of 2,000 mg ceftazidime every 8 To ( model h a isolates .	Eighteen clinical Enterobacteriaceae isolates , including nine carbapenem - resistant strains , were evaluated against @DRUG$ - avibactam ( 2,000 mg mg ) @DRUG$ a 2 - h infusion every 8 h . To highlight the impact of avibactam 13 select isolates tested in the against a humanized regimen of 2,000 mg ceftazidime every 8 h ( 2- h infusion )	Eighteen clinical Enterobacteriaceae isolates were evaluated against @DRUG$-avibactam (2,000 mg/500 mg) @DRUG$ a 2-h infusion every 8 h. To highlight the impact of avibactam, 13 select isolates were tested in the	0
0	The author speculates that toxicity from the @DRUG$ component of @DRUG$ and, more specifically, galactose, the digestion of which is facilitated by lactase persistence, may provide a biologic basis for the correlation.	The author speculates that toxicity from the @DRUG$ component of @DRUG$ and , more specifically , galactose , the digestion of which is facilitated by lactase persistence , crataegus laevigata provide a biological basis for the correlation coefficient .	The author speculates that toxicity from lactase @DRUG$ component the @DRUG$ of , more specifically , galactose , the digestion of which is facilitated by and persistence , may provide a biologic basis for the correlation .	The author speculates that toxicity from the @DRUG$ component of @DRUG$ and , more specifically , galactose the digestion of which is facilitated by lactase persistence , may provide a biologic basis for the correlation .	The author speculates that the toxicity from the @DRUG$ component of @DRUG$, and more specifically, galactose, the digestion of which is facilitated by lactase persistence, may provide a biologic basis for the correlation.	0
1	Effect of @DRUG$ on the renin-aldosterone system, and urinary excretion of @DRUG$ and calcium in essential hypertension.	Effect of @DRUG$ on the renin-aldosterone system , and urinary excretion of @DRUG$ and ca in essential hypertension .	Effect of @DRUG$ on the renin-aldosterone system , and urinary excretion of @DRUG$ and calcium in hypertension essential .	Effect of @DRUG$ on the system , and urinary excretion of @DRUG$ and calcium in essential hypertension .	The effect of @DRUG$ on the renin-aldosterone system, and the urinary excretion of @DRUG$ and calcium, is studied in essential hypertension.	0
1	A linear pharmacokinetic-pharmacodynamic relationship has been found for acrivastine, astemizole, cetirizine, ebastine and @DRUG$, whereas nonlinear relationships have been calculated for ebastine (in the dog), levocabastine, @DRUG$, noberastine and terfenadine.	antiophthalmic factor linear pharmacokinetic - pharmacodynamic family relationship has been found for acrivastine , astemizole , cetirizine , ebastine and @DRUG$ , whereas nonlinear kinship have been calculated for ebastine ( in the frump ) , levocabastine , @DRUG$ , noberastine and terfenadine .	A noberastine pharmacokinetic - pharmacodynamic relationship has been found , acrivastine , for , cetirizine , ebastine and @DRUG$ , whereas nonlinear relationships have been calculated astemizole ebastine ( for the dog ) , levocabastine , @DRUG$ in linear and terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , cetirizine , ebastine and @DRUG$ nonlinear relationships have been calculated ebastine ( in the dog ) , levocabastine , @DRUG$ , noberastine and terfenadine .	A linear pharmacokinetic - pharmacodynamic relationship has been found for acrivastine , astemizole , cetirizine , ebastine and @DRUG$ , whereas nonlinear relationships have been calculated for ebastine ( in the dog ) , levocabastine ,	1
0	The proton pump inhibitor @DRUG$ is a substituted @DRUG$ sulphoxide for the treatment of acid-related gastrointestinal diseases such as reflux esophagitis, duodenal and gastric ulcers.	The proton pump inhibitor @DRUG$ is a deputise @DRUG$ sulphoxide for the treatment of acid-related gastrointestinal diseases such as reflux esophagitis , duodenal and stomachal ulcers .	duodenal proton and inhibitor @DRUG$ is a substituted @DRUG$ sulphoxide for the treatment of acid-related gastrointestinal diseases such as reflux esophagitis , The pump gastric ulcers .	The pump inhibitor @DRUG$ a substituted @DRUG$ sulphoxide for the of acid-related gastrointestinal diseases such as reflux esophagitis , duodenal and gastric ulcers .	@DRUG$ is a drug that is used to treat acid-related gastrointestinal diseases such as reflux esophagitis, duodenal and gastric ulcers. @DRUG$ is a sulphoxide that is used as a proton pump inhibitor to help treat these diseases.	0
0	@DRUG$ (@DRUG$-Pharm).	@DRUG$ ( @DRUG$ - Pharm ) .	@DRUG$ - @DRUG$ ( Pharm ) .	@DRUG$ ( @DRUG$ - Pharm )	@DRUG$ is a type of @DRUG$ that is used for medicinal purposes.	0
0	Three methods were used to determine a sufficient serum @DRUG$ status: vitamin E, vitamin E/(total @DRUG$), vitamin E/(total cholesterol + triglycerides).	Three methods were used to determine a sufficient blood serum @DRUG$ status : vitamin E , vitamin E/( total @DRUG$ ) , vitamin E /( total cholesterin + triglyceride ) .	Three methods were determine to used a sufficient : @DRUG$ status serum vitamin E E vitamin E/( total @DRUG$ ) , vitamin , /( total cholesterol + triglycerides ) .	Three methods were used determine a sufficient serum @DRUG$ status : vitamin E , vitamin E/( total @DRUG$ ) , E /( total cholesterol + triglycerides ) .	The serum @DRUG$ status was found to be sufficient when the vitamin E level was high, the vitamin E/(total @DRUG$) ratio was high, and the vitamin E/(total cholesterol + triglycerides) ratio was high.	0
1	Time-variant plasma amprenavir pharmacokinetics were observed with reductions in plasma @DRUG$ exposure over the first 4 weeks of dosing; the decrease in plasma amprenavir AUC(tau,ss) versus the AUC from 0 h to infinity was 27% for GW43308 1,395 @DRUG$, 45% for GW433908 1,860 mg, and 23% for amprenavir 1,200 mg.	Time-variant plasma amprenavir pharmacokinetics were observed with reductions in plasma @DRUG$ exposure over the first off quadruplet weeks of dosing ; the decrement in plasma amprenavir AUC ( tau , ss ) versus the AUC from nought plancks constant to infinity was 27 % for GW43308 1,395 @DRUG$ , 45 % for GW433908 1,860 atomic number  , and 23 % for amprenavir 1,200 atomic number  .	Time-variant plasma for in were observed amprenavir reductions pharmacokinetics plasma @DRUG$ exposure over the first 4 weeks amprenavir dosing ; to decrease in plasma amprenavir AUC ( tau , ss ) versus the AUC from 0 h the infinity was 27 % for GW43308 1,395 @DRUG$ , 45 % with GW433908 1,860 mg , and 23 % for of 1,200 mg .	Time-variant plasma amprenavir pharmacokinetics were observed with reductions in plasma @DRUG$ exposure over the first 4 weeks of dosing ; the in amprenavir ( tau , ss versus the AUC from 0 h to infinity was 27 % for GW43308 1,395 @DRUG$ , 45 % for GW433908 1,860 mg , 23 % for amprenavir 1,200 mg	Time-variant plasma amprenavir pharmacokinetics were observed with reductions in plasma @DRUG$ exposure over the first 4 weeks of dosing ; the decrease in plasma amprenavir AUC ( tau , ss ) versus the AUC from 0 h to infinity was 27 % for	1
0	This work describes the single adsorption of seven pharmaceuticals (carbamazepine, oxazepam, sulfamethoxazole, piroxicam, cetirizine, venlafaxine and paroxetine) from @DRUG$ onto a commercially available @DRUG$ and a non-activated carbon produced by pyrolysis of primary paper mill sludge.	This work describes the single adsorption of seven pharmaceuticals ( carbamazepine , oxazepam , sulfamethoxazole , piroxicam , cetirizine , venlafaxine and paroxetine ) from @DRUG$ onto a commercially available @DRUG$ and a non-activated carbon paper get by pyrolysis of primary newspaper grinder sludge .	This primary describes the single adsorption of seven pharmaceuticals ( carbamazepine , venlafaxine , sulfamethoxazole , piroxicam , cetirizine , oxazepam and paroxetine ) from @DRUG$ onto work commercially available @DRUG$ and a non-activated carbon produced by pyrolysis paper a of mill sludge .	This describes the single adsorption of pharmaceuticals ( carbamazepine , oxazepam , sulfamethoxazole , , cetirizine , venlafaxine and paroxetine ) @DRUG$ onto a commercially available @DRUG$ and a non-activated carbon produced by pyrolysis of primary paper mill .	Pharmaceuticals adsorb onto a commercially available @DRUG$ and a non-activated carbon produced by pyrolysis of primary paper mill sludge.	1
0	Differences in the MICs from one country to another were not detected with @DRUG$, ceftiofur, or @DRUG$ for the strains tested, but variations in the MICs of the remaining antimicrobial agents were observed.	conflict in the MICs from one country to another were not detected with @DRUG$ , ceftiofur , or @DRUG$ for the filter out tested , but variations in the MICs of the left over antimicrobial agents were observed .	Differences in the , of one country to another were not detected with @DRUG$ , ceftiofur , or @DRUG$ for the strains MICs tested but variations in the MICs from the remaining antimicrobial agents were observed .	Differences in the MICs from one country to another were not detected with @DRUG$ , ceftiofur , or @DRUG$ for the strains , but variations in the MICs of the remaining antimicrobial agents observed .	The MICs of @DRUG$, ceftiofur, and @DRUG$ were not found to vary significantly from one country to another, but the MICs of the remaining antimicrobial agents did vary.	0
0	Pyridoxine (pyridoxamine) 5'-phosphate oxidase (PPOX) catalyzes the oxidative conversion of pyridoxamine 5'-@DRUG$ (PMP) or pyridoxine 5'-phosphate (PNP) to pyridoxal 5'-phosphate (@DRUG$).	Pyridoxine ( adermin ) 5 ' - phosphate oxidase ( PPOX ) catalyse the oxidative transition of adermin 5 ' - @DRUG$ ( PMP ) or pyridoxamine 5 ' - phosphate ( PNP ) to pyridoxal 5 ' - phosphate ( @DRUG$ ) .	Pyridoxine ( pyridoxamine ) 5 ' - phosphate oxidase 5 PPOX or catalyzes the oxidative conversion of 5 5 ' - @DRUG$ ( PMP ) ) pyridoxine ( ' - phosphate ( PNP ) to pyridoxal pyridoxamine ' - phosphate ( @DRUG$ ) .	Pyridoxine ( pyridoxamine ) 5 ' - phosphate oxidase ( PPOX ) catalyzes the oxidative conversion of pyridoxamine 5 ' - @DRUG$ ( PMP ) or pyridoxine 5 ' - phosphate PNP ) pyridoxal 5 ' - phosphate ( @DRUG$ ) .	Pyridoxine ( pyridoxamine ) 5 ' - phosphate oxidase ( PPOX ) catalyzes the oxidative conversion of pyridoxamine 5 ' - @DRUG$ ( PMP ) or pyridoxine 5 ' - phosphate ( PNP ) to p	1
1	CONCLUSIONS: Brain penetration was low for antimuscarinics that are P-gp substrates (5-HMT, darifenacin and @DRUG$), and significant for those that are not P-gp substrates (oxybutynin, @DRUG$ and tolterodine).	close : Brain incursion was low for antimuscarinics that are P- general practitioner substrates ( five - HMT , darifenacin and @DRUG$ ) , and significant for those that are not P- general practitioner substrates ( oxybutynin , @DRUG$ and tolterodine ) .	CONCLUSIONS : Brain penetration , low P- antimuscarinics , are P- gp substrates ( tolterodine - HMT that darifenacin and @DRUG$ ) , and significant for those that are not for gp substrates ( oxybutynin was @DRUG$ and 5 ) .	CONCLUSIONS : Brain penetration was low for antimuscarinics that are P- gp substrates ( 5 - HMT , darifenacin and @DRUG$ ) , and significant for those that not P- gp substrates ( oxybutynin , @DRUG$ and tolterodine ) .	Brain penetration was low for antimuscarinics that are P- gp substrates ( 5 - HMT , darifenacin and @DRUG$ ), and significant for those that are not P- gp substrates ( oxybutynin , @DRUG$ and tolterod	0
0	Apoptosis was detected by morphological observations with Giemsa or annexin V/Hoechst 33342 staining and by the inhibition of caspase-3 activity with N-@DRUG$-@DRUG$-Glu-Val-Asp-CHO (Ac-DEVD-CHO).	Apoptosis was detected by geomorphologic observations with Giemsa or annexin  / Hoechst 33342 sully and by the inhibition of caspase - 3 activity with N-@DRUG$ - @DRUG$ - Glu-Val-Asp - CHO ( Ac- DEVD - CHO ) .	Apoptosis was detected by morphological N-@DRUG$ with Giemsa or annexin V / Hoechst with staining and by the inhibition of caspase - 3 activity 33342 observations - @DRUG$ - Glu-Val-Asp - CHO ( ) DEVD - CHO Ac- .	Apoptosis was detected morphological observations with Giemsa or annexin V / Hoechst 33342 staining and by the inhibition of caspase - 3 activity with N-@DRUG$ - @DRUG$ - Glu-Val-Asp CHO ( Ac- DEVD - CHO	@DRUG$ can cause apoptosis (cell death) by inhibiting caspase - 3 activity, and this effect can be enhanced by the addition of @DRUG$.	0
0	BACKGROUND: The purple pitcher plant, Sarracenia purpurea @DRUG$., is a widely distributed species in North America with a history of use @DRUG$ both a marketed pain therapy and a traditional medicine in many aboriginal communities.	play down : The purple pitcher plant , Sarracenia purpurea @DRUG$ . , is a widely distributed species in North America with a history of use @DRUG$ both a market pain therapy and a traditional practice of medicine in many aboriginal biotic community .	BACKGROUND : The purple . plant , Sarracenia purpurea @DRUG$ both , is pain widely distributed species in North America with a history in use @DRUG$ pitcher a marketed a therapy and a traditional medicine of many aboriginal communities .	BACKGROUND : The purple pitcher plant , Sarracenia purpurea @DRUG$ . , is a widely distributed species in North America with history of use @DRUG$ both a marketed pain therapy and a traditional medicine in many aboriginal communities	BACKGROUND : The purple pitcher plant , Sarracenia purpurea @DRUG$ . , is a widely distributed species in North America with a history of use @DRUG$ both a marketed pain therapy and a traditional medicine in many aboriginal communities ."DRUGA is a plant that	0
0	According to the CA-SFM criteria, 132 of the 146 isolates studied were susceptible to @DRUG$ (MICs < or = 1 mg/L), four were intermediate (MICs 2-4 @DRUG$/L), and 10 were resistant (MICs > 4 mg/L).	According to the CA - SFM criteria , 132 of the 146 insulate read were susceptible to @DRUG$ ( MICs < or = 1 mg /  ) , quaternity were intermediate ( MICs 2 - 4 @DRUG$ /  ) , and 10 were tolerant ( MICs > 4 mg /L ) .	According to the CA ( ( mg , 132 10 the 146 isolates studied were susceptible to @DRUG$ ( MICs < or = 1 criteria / L ) , four were intermediate SFM MICs 2 - 4 @DRUG$ / L ) , and of were resistant - MICs > 4 mg /L ) .	According to the CA - SFM criteria , of the isolates were susceptible to @DRUG$ ( MICs < or = 1 mg / L ) , four were intermediate ( MICs 2 - 4 @DRUG$ L ) , and 10 were resistant ( MICs > 4 mg ) .	Of the 146 isolates studied, 132 were susceptible to @DRUG$ ( MICs < or = 1 mg / L ), four were intermediate ( MICs 2 - 4 @DRUG$ / L ), and 10 were resistant ( MICs > 4 mg /L ).	0
0	METHODS: Patients with advanced solid tumors (6 @DRUG$/2 F; median age 58 years; @DRUG$ 0-1) were enrolled on this study.	METHODS : Patients with advanced solid tumors ( hexad @DRUG$ / 2 F ; median eld 58 years ; @DRUG$ 0 - 1 ) were recruit on this study .	METHODS : Patients with 2 0 tumors were 6 @DRUG$ / advanced F ; median age 58 years ; @DRUG$ solid - 1 ) ( enrolled on this study .	METHODS : Patients with advanced solid tumors 6 @DRUG$ / 2 F ; median age 58 years @DRUG$ 0 - 1 ) were enrolled on study .	For patients with advanced solid tumors, the use of @DRUG$ was associated with a decreased likelihood of using @DRUG$.	0
0	N-[4-[[(2,4-diamino-6-pterdinyl)methyl]amino]benzoyl]-L/@DRUG$ (L/D-AMT) is an investigational drug in phase 1 clinical development that consists of the @DRUG$-and D-enantiomers of aminopterin (AMT).	N-[4-[[(2,4-diamino-6-pterdinyl) methyl]amino ] benzoyl ] -L/ @DRUG$ ( L/D- AMT ) is an investigational drug in stage ace clinical development that consists of the @DRUG$ - and D-enantiomers of aminopterin ( AMT ) .	N-[4-[[(2,4-diamino-6-pterdinyl) methyl]amino benzoyl ] ] -L/ @DRUG$ ( L/D- AMT - is an investigational drug in phase aminopterin clinical development that consists of the @DRUG$ ) and D-enantiomers of 1 ( AMT ) .	N-[4-[[(2,4-diamino-6-pterdinyl) methyl]amino ] benzoyl ] -L/ @DRUG$ ( L/D- AMT ) investigational drug in phase 1 clinical development that consists of the @DRUG$ - and aminopterin ( ) .	N-[4-[[(2,4-diamino-6-pterdinyl) methyl]amino ] benzoyl ] -L/ @DRUG$ ( L/D- AMT ) is an investigational drug in phase 1 clinical development that consists of the @DRUG$	0
0	In conclusion, @DRUG$ appears @DRUG$ a very promising drug and long-term safety will be an important determinant of its expanded use.	In last , @DRUG$ appears @DRUG$ a very promising drug and long-term safety will be an important determinant of its expanded use of goods and services .	In conclusion , @DRUG$ appears @DRUG$ a very promising drug will long-term use and be an important determinant of its expanded safety .	In conclusion , @DRUG$ appears @DRUG$ a very promising drug and long-term safety will be an important determinant of its expanded use .	@DRUG$ is a very promising drug and long-term safety will be an important determinant of its expanded use.	1
0	@DRUG$ part of the @DRUG$ development program, and as mandated by regulatory authorities, several studies were performed with oral bilastine in different animal species to evaluate its toxicity profile.	@DRUG$ part of the @DRUG$ ontogeny program , and as mandate by regulatory authorities , several studies were performed with oral examination bilastine in different animal species to evaluate its toxicity profile .	@DRUG$ part of the @DRUG$ its program , and as mandated performed regulatory authorities , several profile were by with oral bilastine in different animal species to evaluate development toxicity studies .	@DRUG$ part of the @DRUG$ development program , and as mandated by , several performed oral bilastine in animal species to evaluate its toxicity .	@DRUG$ is a part of the @DRUG$ development program, and as mandated by regulatory authorities, several studies were performed with oral bilastine in different animal species to evaluate its toxicity profile.	0
0	Anesthetics were administered at the rate of 1.1 mg of xylazine/kg of body weight, IV, 1.1 mg of tiletamine-zolazepam/kg, IV (treatment 1); 1.1 @DRUG$ of xylazine/kg, IV, 1.65 mg of tiletamine-zolazepam/kg, IV (treatment 2); 1.1 mg of xylazine/kg, IV, 2.2 mg of tiletamine-zolazepam/kg, IV (treatment 3); and 2.2 mg of xylazine/kg, IM, 1.65 mg of @DRUG$-zolazepam/kg, IV (treatment 4).	anaesthetic agent were mete out at the grade of 1.1 mg of xylazine / kilo of body weight , quaternity , 1.1 mg of tiletamine - zolazepam / kilo , quaternity ( discussion  ) ; 1.1 @DRUG$ of xylazine / kilo , quaternity , 1.65 mg of tiletamine - zolazepam / kilo , quaternity ( discussion  ) ; 1.1 mg of xylazine / kilo , quaternity , 2.2 mg of tiletamine - zolazepam / kilo , quaternity ( discussion trio ) ; and 2.2 mg of xylazine / kilo , IM , 1.65 mg of @DRUG$ - zolazepam / kilo , quaternity ( discussion little joe ) .	/ were administered at , rate of 1.1 mg of xylazine / - of body weight , IV , 1.1 mg - tiletamine ( , / kg , IV ( treatment 1 ) ; 1.1 @DRUG$ of xylazine / kg , IV , 1.65 mg of tiletamine - IM / kg , IV of treatment 2 ) ; 1.1 mg of xylazine Anesthetics kg , IV , 2.2 mg of tiletamine - zolazepam / kg , IV ( treatment 3 ) ; / 2.2 mg of xylazine / kg zolazepam zolazepam the 1.65 mg of @DRUG$ kg zolazepam and kg , IV ( treatment 4 ) .	Anesthetics administered at the rate of 1.1 mg of xylazine / kg of body weight , IV , mg of tiletamine - zolazepam / kg , IV ( 1 ) ; 1.1 @DRUG$ xylazine / kg , IV , 1.65 mg of tiletamine - zolazepam / kg , IV ( treatment 2 ) ; 1.1 mg of xylazine / , IV , 2.2 mg of tiletamine - zolazepam / kg , IV ( ) ; and 2.2 mg of xylazine / kg , IM , 1.65 mg @DRUG$ - zolazepam / kg , IV ( 4 ) .	Anesthetics were administered at the rate of 1.1 mg of xylazine / kg of body weight , IV , 1.1 mg of tiletamine - zolazepam / kg , IV ( treatment 1 ) ; 1.1 @DRUG$ of xylazine / kg	1
0	In 1988, we undertook a randomized, placebo-controlled, double-blind trial to investigate the safety and efficacy of low-dose @DRUG$ (ASA), modified-release @DRUG$, and the two agents in combination for secondary prevention of ischemic stroke.	In 1988 , we undertake a randomized , placebo-controlled , double - blind trial to investigate the prophylactic and efficacy of low-dose @DRUG$ ( ASA ) , change -release @DRUG$ , and the two agents in combination for secondary bar of ischemic stroke .	In 1988 , we undertook a randomized , placebo-controlled , double - blind trial to investigate efficacy safety ( the of low-dose @DRUG$ prevention ASA ) , modified secondary @DRUG$ , and the two agents in combination for -release and of ischemic stroke .	In 1988 , we undertook a randomized , placebo-controlled , double - blind trial to investigate the safety and efficacy of low-dose @DRUG$ ( ASA ) , modified -release @DRUG$ , and the two agents in combination prevention of ischemic stroke .	We did a study in 1988 to see if low doses of ASA (@DRUG$) and modified-release @DRUG$ were safe and effective for preventing strokes in people who had already had one.	0
1	@DRUG$ treatment resulted in trends toward a lower annualized relapse rate and fewer relapsing patients (14 @DRUG$/day only) vs placebo.	@DRUG$ treatment resulted in trends toward a lower annualized relapse rate and fewer lapsing patients ( 14 @DRUG$ /  hour interval only ) vs placebo .	@DRUG$ treatment resulted fewer trends toward a lower annualized relapse rate 14 in relapsing patients ( and @DRUG$ / day only ) vs placebo .	@DRUG$ treatment resulted in trends toward lower annualized relapse rate and fewer relapsing patients ( @DRUG$ / only ) vs placebo .	@DRUG$ treatment resulted in a lower annualized relapse rate and fewer relapsing patients ( 14 @DRUG$ / day only ) vs placebo .	0
0	The mean +/- s.d. AUC ratio for (S)-ketorolac:(@DRUG$)-@DRUG$ (0.442 +/- 0.043) was significantly different from unity (P = 0.0001).	The mean +/- s.d. united self defense group of colombia ratio for ( S ) - torodal : ( @DRUG$ ) -@DRUG$ ( 0.442 +/- 0.043 ) was importantly different from unity ( P = 0.0001 ) .	The mean from s.d. AUC ratio ( ( S ) - ketorolac : ( @DRUG$ ) -@DRUG$ for 0.442 +/- 0.043 ) was significantly different = unity ( P +/- 0.0001 ) .	The mean +/- AUC ratio for ( S ) - ketorolac : ( @DRUG$ ) ( 0.442 +/- ) was significantly different from unity P = ) .	The mean +/- s.d. AUC ratio for ( S ) - ketorolac : ( @DRUG$ ) -@DRUG$ ( 0.442 +/- 0.043 ) was significantly different from unity ( P = 0.0001 ) ."This means that the AUC ratio	0
1	Differences in the reinforcing effects of @DRUG$ as a function of the route of administration are not due to differences in the efficacy of cocaine to block the @DRUG$ transporters.	Differences in the reinforcing effects of @DRUG$ as a function of the route of governance are not referable to differences in the efficacy of cocain to block the @DRUG$ transporters .	Differences in the reinforcing effects of @DRUG$ the a function are the route of administration of not to due differences in the efficacy of cocaine to block as @DRUG$ transporters .	Differences in the reinforcing effects of @DRUG$ as a function of the route of administration are not to differences in the efficacy of cocaine to block the @DRUG$ transporters .	The reinforcing effects of @DRUG$ as a function of the route of administration are not due to differences in the ability of cocaine to block the @DRUG$ transporters.	0
0	Tafenoquine versus @DRUG$ Two of the included trials compared four different dosing regimens of tafenoquine against the standard primaquine regimen of 15 @DRUG$/day for 14 days.	Tafenoquine versus @DRUG$ Two of the included trials compared little joe different dosing regimens of tafenoquine against the standard primaquine regime of 15 @DRUG$ / day for 14 days .	Tafenoquine versus @DRUG$ Two for the included trials compared four different primaquine regimens of tafenoquine against the standard dosing regimen of 15 @DRUG$ / day of 14 days .	Tafenoquine versus @DRUG$ Two of the included trials compared four different dosing regimens of tafenoquine against the standard regimen of 15 @DRUG$ / day for 14 days .	Tafenoquine versus @DRUG$Two of the included trials compared four different dosing regimens of tafenoquine against the standard primaquine regimen of 15 @DRUG$ / day for 14 days .	0
0	Eighteen days after sensitization the animals were topically challenged by conjunctival instillation of EA and treated 15 min before and 15 min after challenge with commercially available drugs (ketotifen, ketotifen single dose units [SDU], olopatadine, @DRUG$, @DRUG$ and emedastine) and controls (BSS and BC).	eighteen days after sensitization the animals were topically challenged by conjunctival instillation of EA and treated 15 min before and 15 min after challenge with commercially uncommitted drugs ( ketotifen , ketotifen exclusive dose unit [ SDU ] , olopatadine , @DRUG$ , @DRUG$ and emedastine ) and see ( BSS and BC ) .	BSS days after min the animals ketotifen topically challenged by conjunctival instillation of EA and treated 15 sensitization before and 15 min , after with commercially available drugs ( were challenge ketotifen single dose units [ SDU ] , olopatadine , @DRUG$ , @DRUG$ and emedastine ) and controls ( Eighteen and BC ) .	Eighteen days after sensitization the animals challenged by conjunctival instillation of EA and treated 15 min before and 15 min after challenge with commercially available drugs ( ketotifen ketotifen single units [ SDU ] , olopatadine , @DRUG$ , @DRUG$ and emedastine ) and controls ( BSS and BC ) .	Eighteen days after sensitization the animals were topically challenged by conjunctival instillation of EA and treated 15 min before and 15 min after challenge with commercially available drugs ( ketotifen , ketotifen single dose units [ SDU ] , olopatadine , DRUG	1
0	Milnacipran has two chiral centers and is a racemic mixture of cis isomers: @DRUG$-milnacipran (1S, 2R) and @DRUG$-milnacipran (1R, 2S).	Milnacipran has two chiral plaza and is a racemic concoction of cis isomer : @DRUG$ - milnacipran ( 1S , 2R ) and @DRUG$ - milnacipran ( 1R , 2S ) .	- two has : centers and is a racemic mixture of cis isomers chiral @DRUG$ - milnacipran ( 1S , 2R ) and @DRUG$ Milnacipran milnacipran ( 1R , 2S ) .	Milnacipran has two chiral centers and a racemic mixture of isomers : @DRUG$ - milnacipran ( 1S 2R ) and @DRUG$ - milnacipran 1R , 2S )	Milnacipran has two chiral centers and is a racemic mixture of cis isomers. @DRUG$ is the cis isomer of milnacipran, while @DRUG$ is the trans isomer of milnacipran.	0
0	(0.32--1.30 @DRUG$/ml @DRUG$ equiv.)	( 0.32--1.30 @DRUG$ / milliliter @DRUG$ equiv . )	0.32--1.30 ( @DRUG$ / ml @DRUG$ equiv . )	( 0.32--1.30 @DRUG$ / ml @DRUG$ equiv )	For every 1 ml of @DRUG$, there is an equivalent of 0.32-1.30 ml of @DRUG$.	0
1	BACKGROUND: Angiotensin-converting enzyme inhibitors, @DRUG$ channel blockers, and preoperative intravenous @DRUG$ use are independent risk factors for vasoplegic syndrome after cardiac surgery.	BACKGROUND : Angiotensin-converting enzyme inhibitors , @DRUG$ transmission channel blockers , and preoperative intravenous @DRUG$ use are independent risk gene for vasoplegic syndrome after cardiac surgery .	BACKGROUND : Angiotensin-converting enzyme inhibitors surgery @DRUG$ channel blockers , , preoperative intravenous @DRUG$ use are independent risk factors for vasoplegic syndrome after cardiac and .	BACKGROUND : Angiotensin-converting enzyme inhibitors , @DRUG$ channel blockers , and preoperative intravenous @DRUG$ use are factors for vasoplegic after cardiac surgery .	Angiotensin-converting enzyme inhibitors , @DRUG$ channel blockers , and preoperative intravenous @DRUG$ use are all independent risk factors for vasoplegic syndrome after cardiac surgery .	0
1	The IC50 values of @DRUG$, diclofenac and indomethacin were 1.31, 24.2, and 34.1 microM, respectively, while @DRUG$, ketoprofen and naproxen showed less potent inhibition.	The IC50 values of @DRUG$ , diclofenac and indocin were 1.31 , 24.2 , and 34.1 microM , respectively , while @DRUG$ , oruvail and naproxen showed less powerful inhibition .	and IC50 values of @DRUG$ , diclofenac and indomethacin were 1.31 , 24.2 , microM 34.1 The , respectively , while @DRUG$ , and ketoprofen naproxen showed less potent inhibition .	The IC50 values of @DRUG$ , diclofenac and indomethacin were 1.31 24.2 , and 34.1 microM respectively , while @DRUG$ , ketoprofen and naproxen showed less potent inhibition .	@DRUG$ is more potent than @DRUG$ in inhibiting the activity of cyclooxygenase.	0
0	RESULTS: The median LDL cholesterol level achieved during treatment was 95 mg per deciliter (2.46 mmol per liter) in the standard-dose pravastatin group and 62 @DRUG$ per deciliter (1.60 mmol per liter) in the high-dose @DRUG$ group (P<0.001).	termination : The median LDL cholesterin level achieved during discourse was 95 mg per deciliter ( 2.46 mmol per liter ) in the standard - dose pravachol group and 62 @DRUG$ per deciliter ( 1.60 mmol per liter ) in the high- dose @DRUG$ group ( P<0.001 ) .	) : The mg LDL cholesterol level achieved during treatment was 95 median the deciliter ( 2.46 mmol per liter ) the in standard - dose pravastatin group and 62 @DRUG$ per deciliter ( 1.60 mmol per liter ) in per high- dose @DRUG$ group ( P<0.001 RESULTS .	RESULTS : The median cholesterol level achieved during treatment was 95 mg per deciliter ( 2.46 mmol per liter ) the - dose pravastatin group and 62 @DRUG$ per deciliter ( mmol per liter ) in the high- dose @DRUG$ group P<0.001 ) .	The median LDL cholesterol level achieved during treatment was 95 mg per deciliter ( 2.46 mmol per liter ) in the standard - dose pravastatin group and 62 @DRUG$ per deciliter ( 1.60 mmol per liter ) in the high- dose @DRUG$ group (	0
0	In the overall patient group, plasma conivaptan concentrations were the highest after the 30-minute (C(0.5h)) loading dose (mean [SD] C(0.5h) = 733 [323] and 701 [343] ng/mL with conivap-tan 20 and 40 mg/d, respectively) and then declined during day 1 to concentrations (C(24h)) (mean [SD] C(24h) = 84 [78] and 215 [129] @DRUG$/mL with conivaptan 20 and 40 mg/@DRUG$, respectively) that were maintained by the continuous infusion of 20 or 40 mg/d.	In the overall patient group , plasma conivaptan concentrations were the eminent after the 30 - infinitesimal ( C( 0.5 h ) ) shipment elvis ( mean [ SD ] C( 0.5h ) = 733 [ 323 ] and 701 [ 343 ] ng / mL with conivap - tan  and forty milligram /d , severally ) and then declined during day one to concentrations ( C( two dozen h ) ) ( mean [ SD ] C ( two dozen h ) = 84 [ lxxviii ] and 215 [ 129 ] @DRUG$ / mL with conivaptan  and forty milligram / @DRUG$ , severally ) that were maintained by the continuous infusion of  or forty mg/d .	In the overall patient group , plasma conivaptan concentrations and the highest after the 30 - minute ( C( 0.5 h ) ) = dose ( mean [ SD ] C( 0.5h C( loading by [ 323 , were 701 [ 343 ] ng / mL with ) - tan 20 and and mg /d ] respectively mg or then declined during day 1 to concentrations ] conivap 24 h ) ) ( mean [ SD ( C ( 24 h ) = 84 [ 78 ] 40 215 [ 129 ] @DRUG$ / mL with conivaptan 20 and 40 ) / @DRUG$ , respectively ) that were maintained 733 the continuous infusion of 20 and 40 mg/d .	In the overall patient group , plasma conivaptan concentrations were the highest after the 30 - minute ( C( 0.5 h ) ) loading dose ( mean [ SD ] C( 0.5h ) 733 [ 323 ] and 701 [ 343 ] ng / mL with conivap - tan 20 and mg /d , respectively ) and then declined during day 1 to concentrations ( 24 h ) ) ( [ SD ] C ( 24 h ) = 84 [ 78 ] and 215 [ 129 @DRUG$ / mL with conivaptan 20 and 40 mg / @DRUG$ , respectively ) that were maintained by the continuous infusion of 20 or 40 mg/d .	The highest plasma conivaptan concentrations were found after the 30-minute loading dose, and then they declined during day 1. The concentrations were maintained by the continuous infusion of 20 or 40 mg/day.	1
1	Slight decrease in food consumption was observed in males at the dose levels of 24.3 @DRUG$/kg of UFT group and in both sexes of @DRUG$ group.	Slight reduction in food consumption was observed in males at the loony toons levels of 24.3 @DRUG$ / kg of UFT group and in both sexes of @DRUG$ group .	Slight decrease consumption food in was observed in males at the dose levels of 24.3 @DRUG$ / kg both UFT group and in of sexes of @DRUG$ group .	Slight decrease in food consumption was observed in males the dose levels of 24.3 @DRUG$ / kg of UFT group and in both sexes @DRUG$ group .	Slight decrease in food consumption was observed in males at the dose levels of 24.3 @DRUG$ / kg of UFT group and in both sexes of @DRUG$ group ."In other words, the relationship between DRUGA and DRUGB is that there was a slight decrease	0
0	Although the underlying pathophysiology of depression has not been clearly defined, preclinical and clinical evidence suggest disturbances in serotonin (5-HT), norepinephrine (@DRUG$), and @DRUG$ (DA) neurotransmission in the central nervous system.	Although the fundamental pathophysiology of depression has not been clear defined , preclinical and clinical evidence suggest disturbances in serotonin ( 5 - HT ) , norepinephrine ( @DRUG$ ) , and @DRUG$ ( da ) neurotransmission in the central flighty system .	Although the underlying pathophysiology of depression has not in clearly the , preclinical and clinical evidence suggest disturbances in serotonin ( , - been ) , norepinephrine ( @DRUG$ ) 5 and @DRUG$ ( DA ) neurotransmission HT defined central nervous system .	Although the underlying pathophysiology of depression has not been clearly defined preclinical and clinical suggest disturbances in serotonin 5 HT ) , norepinephrine ( @DRUG$ ) , and @DRUG$ ( DA ) neurotransmission in the central nervous system .	Depression is thought to be caused by a disturbance in the neurotransmission of serotonin, norepinephrine, and dopamine in the central nervous system.	1
0	@DRUG$ (S-888711), an oral small-molecule @DRUG$ receptor (TPOR) agonist, has gained first approval as a drug to treat thrombocytopenia of chronic liver disease in patients undergoing elective invasive procedures in Japan.	@DRUG$ ( S-888711 ) , an oral small- molecule @DRUG$ receptor ( TPOR ) agonist , has gained beginning approval as a dose to treat thrombocytopenia of chronic liver disease in patients undergo elective invasive procedures in Japan .	@DRUG$ ( to ) , an oral small- molecule @DRUG$ receptor undergoing TPOR ) agonist , has gained first approval as a drug S-888711 treat elective of chronic liver disease in patients ( thrombocytopenia invasive procedures in Japan .	@DRUG$ ( S-888711 , an oral small- molecule @DRUG$ receptor ( TPOR agonist , has gained approval as a drug to treat thrombocytopenia of chronic liver disease in patients undergoing elective invasive procedures in Japan .	@DRUG$ is a drug that is used to treat thrombocytopenia of chronic liver disease in patients undergoing elective invasive procedures. @DRUG$ is a receptor that is activated by DRUGA.	0
1	After the bolus administration, the median anti-factor Xa activity decreased by 89% (95% confidence interval [CI], 58 to 94) from baseline among patients receiving @DRUG$ and by 93% (95% CI, 87 to 94) among patients receiving @DRUG$.	After the bolus administration , the medial anti-factor Xa activeness decreased by 89 % ( 95 % sureness interval [ CI ] , fifty eight to xciv ) from baseline among patients receiving @DRUG$ and by 93 % ( 95 % CI , 87 to xciv ) among patients receiving @DRUG$ .	89 the bolus administration , the median anti-factor Xa activity decreased by After % ( 95 by confidence interval [ CI ] % 58 to 94 ) from among baseline patients receiving @DRUG$ and , 93 % ( 95 CI % , 87 to 94 ) among patients receiving @DRUG$ .	After the bolus administration , the median anti-factor Xa activity decreased by 89 % ( 95 % confidence interval [ CI ] , 58 to 94 ) from baseline among patients receiving @DRUG$ by 93 % ( 95 % CI , 87 94 ) among patients receiving @DRUG$ .	After the bolus administration, the median anti-factor Xa activity decreased by 89% among patients receiving @DRUG$ and by 93% among patients receiving @DRUG$.	0
0	METHODS AND RESULTS: The study sample comprised 303 nondiabetic patients 42 to 74 years of age with a fasting blood @DRUG$ level of 110 to 125 @DRUG$/dL (6.1 to 6.9 mmol/L).	method AND ensue : The study sample comprised 303 nondiabetic patients 42 to 74 years of age with a fasting stemma @DRUG$ level of 110 to 125 @DRUG$ / dL ( 6.1 to 6.9 mmol / L ) .	METHODS AND RESULTS : The study sample comprised 303 nondiabetic patients 42 to 74 years of age with mmol fasting blood @DRUG$ level of 110 to 6.1 @DRUG$ / dL ( ) to 6.9 a / L 125 .	AND RESULTS : The study sample comprised 303 nondiabetic 42 to 74 years of age with a blood @DRUG$ level of 110 to 125 @DRUG$ / ( 6.1 to 6.9 mmol / L ) .	The study found that for every 1 mmol/L increase in @DRUG$, there was a corresponding 0.9 mmol/L increase in @DRUG$.	0
0	@DRUG$ 25 mg iron is @DRUG$ effective as ferrous sulfate 50 mg iron in the prophylaxis of iron deficiency and anemia during pregnancy in a randomized trial.	@DRUG$ 25 mg iron is @DRUG$ effective as ferrous sulfate l mg iron in the prophylaxis of iron deficiency and anaemia during pregnancy in a randomized trial .	@DRUG$ 25 mg iron is @DRUG$ effective as trial in 50 mg iron sulfate the prophylaxis of iron deficiency and anemia during pregnancy in a randomized ferrous .	@DRUG$ 25 iron is @DRUG$ effective as ferrous sulfate 50 mg iron in the prophylaxis of iron deficiency and anemia during pregnancy in a trial .	@DRUG$ is as effective as @DRUG$ in the prophylaxis of iron deficiency and anemia during pregnancy.	0
0	In the presence of @DRUG$, the plasma clearance of intravenous levodopa (50 @DRUG$) was reduced in both age groups but remained lower in the elderly (5.8 +/- 0.9 ml min-1 kg-1 compared with 9.3 +/- 1.0 ml min-1 kg-1; P less than 0.01).	In the presence of @DRUG$ , the plasma clearance of intravenous levodopa ( 50 @DRUG$ ) was reduced in both years groups but continue lower in the elderly ( 5.8 +/- 0.9 ml min-1 kg - single compare with 9.3 +/- 1.0 ml min-1 kg - single ; P le than 0.01 ) .	In the presence in @DRUG$ , was plasma clearance of less levodopa ( 50 @DRUG$ ) the reduced of both age groups but remained lower in the elderly ( 5.8 +/- 0.9 ml intravenous kg - 1 compared with 9.3 +/- 1.0 ml min-1 kg - 1 ; P min-1 than 0.01 ) .	In presence of @DRUG$ , the plasma clearance intravenous levodopa 50 @DRUG$ ) was reduced both age groups but remained lower in the elderly ( 5.8 +/- 0.9 ml min-1 kg - 1 compared with 9.3 +/- 1.0 ml min-1 kg - 1 ; P less than 0.01 ) .	In the presence of @DRUG$ , the plasma clearance of intravenous levodopa ( 50 @DRUG$ ) was reduced in both age groups but remained lower in the elderly ( 5.8 +/- 0.9 ml min-1 kg - 1 compared with 9.3 +/- 1.0 ml	0
0	Drugs approved in Europe but not in the United States include sulfonamide and trimethoprim combinations, nafcillin, @DRUG$, @DRUG$, cephoxazole, cephalonium, cephacetrile, cephalexin, gentamicin, rifamycin SV, nifuroquine, tiamulin, chloramphenicol, colistin, and polymyxin B. Pharmacologic and clinical features of several of these drugs are briefly described.	Drugs okay in Europe but not in the United States include sulpha and trimethoprim combinations , nafcillin , @DRUG$ , @DRUG$ , cephoxazole , cephalonium , cephacetrile , cephalexin , gentamicin , rifamycin SV , nifuroquine , tiamulin , chloramphenicol , colistin , and polymyxin B. Pharmacologic and clinical features of respective of these drugs are in short key .	Drugs approved in but Europe not in the United States polymyxin sulfonamide and trimethoprim combinations , nafcillin , @DRUG$ , @DRUG$ , cephoxazole , cephalonium , cephacetrile , cephalexin , gentamicin , rifamycin SV , nifuroquine , tiamulin , chloramphenicol , colistin , and drugs B. these and clinical features of several of Pharmacologic include are briefly described .	Drugs approved in Europe but not in the United States include sulfonamide and trimethoprim combinations , nafcillin , @DRUG$ , @DRUG$ , cephoxazole , cephalonium , cephacetrile cephalexin , gentamicin , rifamycin , nifuroquine , tiamulin , chloramphenicol , colistin , and polymyxin Pharmacologic and clinical features of several these drugs are briefly described .	Drugs that are approved in Europe but not in the United States include sulfonamide and trimethoprim combinations, nafcillin, @DRUG$, @DRUG$, cephoxazole, cephalonium, cephacetrile, cephalexin	0
0	A total of 70 Plasmodium falciparum isolates were tested in vitro against @DRUG$ (PYR), trimethoprim (TRM), sulfadoxine (SDX), and @DRUG$ (SMX), and their dihydrofolate reductase (dhfr) and dihydropteroate synthase (dhps) genotypes were determined.	amp tot up of 70 plasmodium falciparum keep apart were try out in vitro against @DRUG$ ( PYR ) , trimethoprim ( TRM ) , sulfadoxine ( SDX ) , and @DRUG$ ( SMX ) , and their dihydrofolate reductase ( dhfr ) and dihydropteroate synthase ( dhps ) genotypes were determined .	A sulfadoxine ) dhps Plasmodium falciparum isolates were tested in vitro against @DRUG$ ( and of , trimethoprim ( TRM ) , total ( SDX ) , PYR @DRUG$ ( SMX ) , and their dihydrofolate reductase ( dhfr ) and dihydropteroate synthase ( 70 ) genotypes were determined .	A total of falciparum isolates were tested in vitro against @DRUG$ ( ) , trimethoprim TRM ) , sulfadoxine SDX ) , and @DRUG$ ( SMX , and their dihydrofolate reductase ( dhfr ) and synthase dhps ) genotypes were determined .	The 70 Plasmodium falciparum isolates were tested in vitro against @DRUG$ ( PYR ) , trimethoprim ( TRM ) , sulfadoxine ( SDX ) , and @DRUG$ ( SMX ) , and their dihydrofolate	0
0	However, @DRUG$ with other serotonin reuptake inhibitors, @DRUG$ has been associated with gastrointestinal disturbances (nausea, diarrhoea/loose stools) and male sexual dysfunction (primarily ejaculatory disturbance), although each of these effects is usually mild and transient, decreasing in frequency with continued treatment.	However , @DRUG$ with other serotonin reuptake inhibitors , @DRUG$ has been associated with gi mental disorder ( nausea , diarrhoea / loose toilet ) and male sexual dysfunction ( primarily ejaculatory commotion ) , although each of these effects is usually mild and transient , decreasing in frequency with stay on treatment .	However , @DRUG$ with other serotonin reuptake inhibitors , @DRUG$ has been associated with gastrointestinal disturbances sexual nausea , diarrhoea / loose stools ) ( male disturbance dysfunction of primarily ejaculatory ( ) , although each and these effects is usually mild and transient , decreasing in frequency treatment continued with .	However @DRUG$ with other serotonin reuptake inhibitors , @DRUG$ has been associated with gastrointestinal disturbances ( nausea , diarrhoea / stools ) and male sexual dysfunction ( primarily ejaculatory disturbance , although each of these effects is usually mild and transient , decreasing in frequency with continued treatment .	However, @DRUG$ can cause gastrointestinal disturbances (nausea, diarrhoea/loose stools) and male sexual dysfunction (primarily ejaculatory disturbance), although each of these effects is usually mild and transient, decreasing in frequency with continued treatment.	1
1	The efficacy of @DRUG$ deruxtecan in patients with HER2-positive metastatic breast cancer previously treated with @DRUG$ requires confirmation.	The efficacy of @DRUG$ deruxtecan in patients with HER2 - confirming metastatic breast cancer antecedently treated with @DRUG$ requires confirmation .	The efficacy of @DRUG$ deruxtecan with patients in metastatic - positive HER2 breast cancer previously treated with @DRUG$ requires confirmation .	The efficacy of @DRUG$ deruxtecan patients with HER2 - positive metastatic breast cancer previously treated with @DRUG$ requires confirmation .	We need to study whether @DRUG$ is effective in patients who have been treated with @DRUG$.	0
0	In rats with normal renal function, 21.0 +/- 10.0% of the injected p-@DRUG$ was excreted in urine @DRUG$ p-cresol and 60.7 +/- 25.0% as p-cresylglucuronide; in rats with renal failure, the respective amounts were 6.7 +/- 7.5% and 32.0 +/- 25.3% (P < 0.05 vs. normal renal function) (total recovery 81.81 +/- 31.07% vs. 38.50 +/- 32.09%, P < 0.05).	hoosier state rats with formula renal office , 21.0 +/- 10.0 % of the come in p-@DRUG$ was excreted in urine @DRUG$ p-cresol and 60.7 +/- 25.0 % as p-cresylglucuronide ; in rats with renal unsuccessful person , the various amounts were 6.7 +/- 7.5 % and 32.0 +/- 25.3 % ( P < 0.05 vs. formula renal office ) ( total retrieval 81.81 +/- 31.07 % vs. 38.50 +/- 32.09 % , P < 0.05 ) .	In rats with normal renal function < vs. +/- 10.0 % p-cresol +/- injected ) was excreted in urine @DRUG$ of and 60.7 +/- rats % as 32.09 ; in 25.0 with renal failure , the respective amounts were 6.7 +/- 7.5 % and 32.0 the 25.3 % ( P , 0.05 21.0 normal renal function ) ( total recovery 81.81 +/- 31.07 % vs. 38.50 +/- p-cresylglucuronide % , P < 0.05 p-@DRUG$ .	In rats with normal renal , 21.0 +/- 10.0 % of the injected p-@DRUG$ was excreted in urine @DRUG$ p-cresol and 60.7 +/- 25.0 % p-cresylglucuronide ; in rats with renal failure , the respective amounts were 6.7 +/- 7.5 % 32.0 +/- 25.3 % ( P < 0.05 vs. normal renal function ) total recovery 81.81 +/- 31.07 % vs. 38.50 % , P < 0.05 .	In rats with normal renal function, 21.0 +/- 10.0 % of the injected p-@DRUG$ was excreted in urine as @DRUG$ p-cresol and 60.7 +/- 25.0 % as p-cresylglucuronide; in rats	0
0	Mean inhibitor induced changes of 4'-hydroxy-TA formation were as follows: Furafylline 25 microM (CYP1A2), complete inhibition (-100%); @DRUG$ 250 microM (CYP1A2 inhibitor/CYP2C 19 substrate), -30%; coumarin 25 microM (CYP2A6), -11%; quinidine 25 microM (CYP2D6), -9%; ketoconazole 25 microM (CYP3A), -18%; and @DRUG$ 250 microM (CYP3A), -8%.	base inhibitor hasten convert of 4 '- hydroxy - TA formation were as keep an eye on : Furafylline twenty five microM ( CYP1A2 ) , complete forbiddance ( - century % ) ; @DRUG$ 250 microM ( CYP1A2 inhibitor / CYP2C 19 substratum ) , - 30 % ; coumarin twenty five microM ( CYP2A6 ) , - 11 % ; quinidex twenty five microM ( CYP2D6 ) , - 9 % ; ketoconazole twenty five microM ( CYP3A ) , - 18 % ; and @DRUG$ 250 microM ( CYP3A ) , -8 % .	Mean inhibitor : changes of 4 '- hydroxy - TA formation were as follows induced Furafylline 25 microM 100 CYP1A2 ) , complete inhibition ( - ( % ) ; @DRUG$ 250 microM ( CYP1A2 inhibitor / CYP2C 19 substrate , , - 30 % ; coumarin 25 microM ( CYP2A6 ) ; microM 11 % ; quinidine 25 - ( CYP2D6 ) ) - 9 ) ; ketoconazole and microM 250 CYP3A microM , - 18 % , 25 @DRUG$ ( ) ( CYP3A % , -8 % .	Mean inhibitor induced of 4 '- hydroxy - TA formation were as follows : Furafylline 25 microM ( CYP1A2 ) , complete inhibition ( - 100 % ) ; @DRUG$ microM ( CYP1A2 inhibitor / CYP2C substrate ) , - 30 % ; coumarin 25 microM ( CYP2A6 ) , - 11 % ; microM ( CYP2D6 ) , - 9 % ; ketoconazole 25 microM ( CYP3A ) , 18 % ; and @DRUG$ 250 microM ( CYP3A ) , -8 % .	Mean inhibitor induced changes of 4 '- hydroxy - TA formation were as follows : Furafylline 25 microM ( CYP1A2 ) , complete inhibition ( - 100 % ) ; @DRUG$ 250 microM ( CYP1A2 inhibitor / CYP2C 19	1
0	Combination therapy with other agents including anticoagulants, antihypertensive, anti-inflammatory, oral hypoglycemic and antifungal agents @DRUG$ well as beta-blockers, H2 blockers, @DRUG$ and digoxin has been also reviewed.	Combination therapy with other federal agent including anticoagulants , antihypertensive , anti-inflammatory , oral hypoglycemic and antifungal federal agent @DRUG$ comfortably as beta-blockers , H2 blockers , @DRUG$ and digoxin has been besides reviewed .	Combination therapy with , agents including anticoagulants been antihypertensive other blockers , oral hypoglycemic and antifungal agents @DRUG$ well as beta-blockers , H2 anti-inflammatory , @DRUG$ and digoxin has , also reviewed .	Combination therapy with agents anticoagulants , antihypertensive , anti-inflammatory , oral hypoglycemic and antifungal agents @DRUG$ well as beta-blockers , H2 blockers @DRUG$ and digoxin has been also .	@DRUG$ can be used in combination with other agents, including anticoagulants, antihypertensive agents, anti-inflammatory agents, oral hypoglycemic agents, and antifungal agents. DRUGA can also be used in combination with beta-blockers, H2	1
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) 5-HT synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain 5-HT by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl @DRUG$ [WAY100135; 10 mg/kg, i.p. 30 min before flibanserin, or 40 mg/kg, s.c. 15 min before @DRUG$] and tertatolol (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) 5-HT(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 mg/kg, s.c. simultaneously with flibanserin).	The effect of flibanserin ( xxxii mg / kilogram , i.p. 30 min before examination ) on see helplessness was not antagonise by the ( a ) quintuplet - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kilogram p.o.x3 times ) , which reduced brain quintuplet - HT by  % ; ( b) quintuplet - HT ( 1A ) sensory receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 mg / kilogram , i.p. 30 min before flibanserin , or  mg / kilogram , s.c. fifteen min before @DRUG$ ] and tertatolol ( 2.5 and quintuplet mg / kilogram , i.p. 30 min before flibanserin ) ; and ( light speed ) quintuplet - HT ( 2 ) sensory receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( interior department ; iii mg / kilogram , s.c. simultaneously with flibanserin ) .	The effect - flibanserin ( 32 mg / kg , ) 30 min before 5 ) on learned helplessness was not antagonized by the ( mg ) testing - before synthesis ; parachlorophenylalanine i.p. ) ; 150 / / kg 3 times i.p. , which reduced brain 5 - HT by 89 % inhibitor ( b) 5 of HT ( 1A pCPA receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 mg / kg , ( 30 min before flibanserin HT or 40 mg mg kg , s.c. 15 min before @DRUG$ ] and tertatolol ( 2.5 and 5 a / kg , i.p. ) min , flibanserin ) ; and ( c ) 5 - HT ( 2 30 receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; p.o.x3 mg s.c. kg , / simultaneously with flibanserin ) .	The of flibanserin ( 32 mg / kg , 30 min before testing ) on learned helplessness was antagonized by the a ) 5 - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kg times ) , which reduced brain 89 % ; ( b) 5 - HT ( antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 10 mg / kg , i.p. 30 min before flibanserin , or 40 mg kg , s.c. min @DRUG$ ] and tertatolol ( 2.5 and 5 mg kg i.p. 30 min before flibanserin ) ; and ( ) 5 - HT ( 2 ) receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , s.c. simultaneously with flibanserin ) .	Flibanserin did not antagonize the effect of parachlorophenylalanine on learned helplessness, which reduced brain 5-HT by 89%. However, flibanserin did antagonize the effect of WAY100135 and tertatolol on learned helplessness, and the	1
0	This includes the tricyclic antidepressant amitriptyline, all selective serotonin reuptake inhibitors (SSRIs) reviewed (paroxetine, citalopram, sertraline, and fluoxetine), the newer antidepressants atomoxetine and nefazodone, pergolide, @DRUG$ as well as repetitive transcranial magnetic stimulation (rTMS) for the treatment of depression or depressive symptoms; methylphenidate and modafinil for the treatment of fatigue; amantadine for the treatment of pathological gambling; @DRUG$, galantamine, and memantine for the treatment of dementia; quetiapine for the treatment of psychosis; fludrocortisone and domperidone for the treatment of orthostatic hypotension; sildenafil for the treatment of erectile dysfunction, ipratropium bromide spray for the treatment of sialorrhea; levodopa/carbidopa controlled release (CR), pergolide, eszopiclone, melatonin 3 to 5 mg and melatonin 50 mg for the treatment of insomnia and modafinil for the treatment of excessive daytime sleepiness.	This let in the tricyclic antidepressant antidepressant amitriptyline , all selective serotonin reuptake inhibitor ( selective serotonin reuptake inhibitor ) review ( paroxetine , citalopram , zoloft , and fluoxetine ) , the novel antidepressants atomoxetine and serzone , pergolide , @DRUG$ as wellspring as repetitious transcranial magnetic stimulation ( rTMS ) for the handling of depression or depressive symptoms ; ritalin and modafinil for the handling of fatigue ; amantadine for the handling of pathological gambling ; @DRUG$ , galantamine , and memantine for the handling of dementia ; quetiapine for the handling of psychosis ; fludrocortisone and domperidone for the handling of orthostatic hypotension ; sildenafil for the handling of erectile dysfunction , ipratropium bromide sprayer for the handling of sialorrhea ; levodopa / carbidopa controlled sack ( CR ) , pergolide , eszopiclone , melatonin 3 to 5 mg and melatonin 50 mg for the handling of insomnia and modafinil for the handling of excessive daytime drowsiness .	This includes the tricyclic antidepressant amitriptyline , ; ) serotonin reuptake inhibitors ( SSRIs ) ; ( paroxetine , citalopram ; sertraline , and symptoms ) , the newer antidepressants atomoxetine and nefazodone , pergolide , @DRUG$ as well as repetitive transcranial magnetic treatment ( rTMS ) for the treatment of depression or depressive fluoxetine ; methylphenidate and modafinil for the treatment of fatigue ; amantadine for the treatment of pathological gambling ; @DRUG$ , galantamine , and memantine for the treatment of dementia , quetiapine for dysfunction treatment and psychosis reviewed fludrocortisone and domperidone the the treatment of orthostatic hypotension of sildenafil for the treatment of erectile the , ipratropium pergolide spray for the stimulation of sialorrhea ; levodopa / carbidopa controlled release ( CR selective , bromide and eszopiclone , melatonin 3 to 5 mg all melatonin 50 mg for the treatment of insomnia , modafinil for for treatment of excessive daytime sleepiness .	This includes the tricyclic antidepressant amitriptyline , selective serotonin reuptake SSRIs ) reviewed ( paroxetine , citalopram , sertraline , and fluoxetine ) , the newer antidepressants atomoxetine and nefazodone , pergolide , @DRUG$ as well as repetitive magnetic stimulation ( rTMS ) for the treatment depression or symptoms ; methylphenidate and modafinil for the treatment fatigue amantadine for the treatment of pathological gambling ; @DRUG$ , galantamine , and memantine for treatment of ; quetiapine for the treatment of psychosis ; fludrocortisone and domperidone the treatment of orthostatic hypotension ; sildenafil for treatment of erectile dysfunction , ipratropium bromide spray for the of sialorrhea ; levodopa / carbidopa controlled release ( CR , pergolide , eszopiclone , melatonin 3 to 5 mg and melatonin 50 mg for the treatment insomnia and modafinil for the treatment of excessive daytime sleepiness .	@DRUG$ is a drug that is used to treat various conditions, including depression, fatigue, pathological gambling, dementia, psychosis, orthostatic hypotension, erectile dysfunction, and insomnia. @DRUG$ is a drug that is used to treat various conditions, including dementia, psychosis, orthost	0
0	It is proposed that these findings should be the basis for viable and cost-effective treatment of @DRUG$ in industrial wastewater and/or process @DRUG$.	it is proposed that these findings should be the basis for viable and cost-effective treatment of @DRUG$ in industrial wastewater and / or work @DRUG$ .	process is proposed that and findings should be the basis for viable and cost-effective treatment of @DRUG$ in industrial wastewater these / or It @DRUG$ .	It is proposed that these findings should be the basis and cost-effective treatment @DRUG$ in industrial wastewater and or process @DRUG$ .	The findings suggest that it is possible to treat @DRUG$ in industrial wastewater and / or process @DRUG$ using viable and cost-effective methods.	0
0	The response of adipose tissue to @DRUG$ treatment was not the @DRUG$ in all locations.	The response of adipose tissue to @DRUG$ treatment was not the @DRUG$ in all position .	The response locations adipose tissue to @DRUG$ treatment was not the @DRUG$ in all of .	The response of adipose tissue to @DRUG$ treatment was not @DRUG$ in all locations .	The response of adipose tissue to @DRUG$ treatment was not the same in all locations .	1
0	RESULTS: Among the apixaban-treated participants, anti-factor Xa activity was reduced by 94% among those who received an andexanet bolus (24 participants), as compared with 21% among those who received placebo (9 participants) (@DRUG$<0.001), and unbound apixaban concentration was reduced by 9.3 ng per milliliter versus 1.9 @DRUG$ per milliliter (P<0.001); thrombin generation was fully restored in 100% versus 11% of the participants (P<0.001) within 2 to 5 minutes.	RESULTS : Among the apixaban-treated participants , anti-factor Xa body process was reduced by 94 % among those who received an andexanet bolus ( xxiv participants ) , as compared with 21 % among those who received placebo ( ix participants ) ( @DRUG$ < 0.001 ) , and unbound apixaban tightness was reduced by 9.3 ng per milliliter versus 1.9 @DRUG$ per milliliter ( P< 0.001 ) ; thrombin multiplication was to the full fix in 100 % versus eleven % of the participants ( P<0.001 ) inside 2 to 5 minutes .	RESULTS : Among the apixaban-treated ( , anti-factor 11 activity was reduced by 94 % among those who received an ) bolus ( ) participants P<0.001 , as compared with 21 % among those who received placebo ( 9 participants andexanet ( @DRUG$ < 0.001 24 , and unbound % concentration was reduced participants 9.3 ng per milliliter versus 1.9 @DRUG$ per milliliter by generation 0.001 ) ; thrombin P< was fully ) in 100 apixaban versus Xa % of the participants ( ) restored within 2 to 5 minutes .	RESULTS : Among the apixaban-treated participants , anti-factor Xa activity was reduced by 94 % among those who received an bolus ( 24 participants , as compared with 21 % among those who received placebo ( 9 participants ) ( @DRUG$ < 0.001 ) , and unbound apixaban concentration was reduced by 9.3 ng per milliliter versus 1.9 @DRUG$ per milliliter ( P< ) ; thrombin generation was fully restored in 100 % versus 11 % of participants ( P<0.001 ) within 2 5 minutes .	Among the apixaban-treated participants, anti-factor Xa activity was reduced by 94% among those who received an andexanet bolus (24 participants), as compared with 21% among those who received placebo (9 participants) (@DRUG$ < 0.001); throm	1
0	RESULTS: Significantly fewer dogs had vomiting (P=.001) or diarrhea (P=.041), and the severity of vomiting (P<.001) and diarrhea (P=.024) was less the week after @DRUG$ when receiving @DRUG$ compared with placebo.	RESULTS : Significantly few dogs had puke ( P=.001 ) or looseness of the bowels ( P=.041 ) , and the severity of puke ( P<.001 ) and looseness of the bowels ( P=.024 ) was le the week after @DRUG$ when receiving @DRUG$ compared with placebo .	RESULTS ( Significantly fewer dogs : vomiting ( P=.001 ) or diarrhea had ) ) , and the severity of vomiting ( less P=.041 and diarrhea ( P=.024 ) was P<.001 the week after @DRUG$ when receiving @DRUG$ compared with placebo .	RESULTS : Significantly fewer dogs had vomiting ( P=.001 or diarrhea ( P=.041 ) , and of vomiting ( P<.001 ) and ( P=.024 ) was less the week after @DRUG$ when receiving @DRUG$ compared with placebo .	Significantly fewer dogs had vomiting or diarrhea, and the severity of vomiting and diarrhea was less the week after @DRUG$ when receiving @DRUG$ compared with placebo.	0
0	We demonstrate that the phloroglucinol derivative hyperforin is not only the major lipophilic chemical constituent of the medicinal plant Hypericum perforatum (St. John's wort) but also a potent uptake inhibitor of @DRUG$ (5-HT), dopamine (DA), noradrenaline (NA), GABA and L-Glutamate with IC50 values of about 0.05-0.10 microg/ml (5-HT, NA, DA, @DRUG$) and about 0.5 microg/ml (L-glutamate) in synaptosomal preparations.	We attest that the phloroglucinol derivative hyperforin is not only the major lipophilic chemical substance constituent of the medicinal industrial plant hypericum perforatum ( St. whoremonger 's wort ) but also a potent uptake inhibitor of @DRUG$ ( 5 - HT ) , dopamine ( DA ) , norepinephrine ( NA ) , GABA and L-Glutamate with IC50 values of about 0.05 - 0.10 microg / millilitre ( 5 - HT , NA , DA , @DRUG$ ) and about 0.5 microg / millilitre ( L-glutamate ) in synaptosomal planning .	We inhibitor that the phloroglucinol derivative hyperforin is not NA the major lipophilic ( constituent of the medicinal ( Hypericum perforatum ( St. John 's preparations ) , also a potent uptake demonstrate of @DRUG$ ( 5 - HT ) but dopamine chemical DA ) , noradrenaline plant only ) , GABA and L-Glutamate with IC50 values of about 0.05 - 0.10 microg 0.5 in ( 5 - HT , NA , DA , @DRUG$ ) and about / microg / ml ( L-glutamate ) ml synaptosomal wort .	We demonstrate that the phloroglucinol derivative hyperforin not only the major lipophilic chemical constituent of the plant Hypericum perforatum St. John 's wort ) but also a potent uptake of @DRUG$ ( 5 - ) , dopamine ( DA ) , noradrenaline ( NA ) , GABA and L-Glutamate with IC50 values of about 0.05 - 0.10 microg / ( 5 - HT , NA , DA , @DRUG$ ) and about 0.5 microg / ml ( L-glutamate ) in synaptosomal preparations .	Hyperforin, a phloroglucinol derivative, is the major lipophilic chemical constituent of the medicinal plant Hypericum perforatum ( St. John 's wort ). It is also a potent uptake inhibitor of @DRUG$ ( 5 - HT ) , dopamine ( DA )	1
0	Em data suggest that @DRUG$-induced repolarization is caused principally through opening K+@DRUG$ channels.	em quad data suggest that @DRUG$ - induced repolarization is caused principally through opening K+@DRUG$ channels .	Em data repolarization that @DRUG$ - induced suggest is caused principally through opening K+@DRUG$ channels .	Em data that @DRUG$ induced repolarization is caused principally through opening K+@DRUG$ channels .	@DRUG$ causes the opening of K+@DRUG$ channels, which in turn leads to repolarization.	0
0	The affinity of amperozide for striatal and limbic dopamine D2 receptors was low and not significantly different (@DRUG$ +/- S.E.@DRUG$. = 540 +/- 59 nM vs 403 +/- 42 nM; p less than 0.11, n = 4).	The affinity of amperozide for striatal and limbic dopamine D2 receptor was low and not significantly different ( @DRUG$ +/- S.E.@DRUG$ . = 540 +/- 59 nM phoebe 403 +/- 42 nM ; phosphorus less than 0.11 , due north = 4 ) .	The affinity of not for striatal and limbic dopamine D2 receptors 0.11 low and amperozide significantly different ( @DRUG$ +/- S.E.@DRUG$ . = 540 +/- 59 nM vs 403 nM 42 +/- ; p less than ) , n = 4 was .	The affinity of for and limbic dopamine D2 receptors was low and not significantly different ( @DRUG$ +/- S.E.@DRUG$ . = 540 +/- 59 nM vs 403 +/- nM ; p less than 0.11 , n = 4 ) .	The affinity of amperozide for striatal and limbic dopamine D2 receptors was low and not significantly different ( @DRUG$ +/- S.E.@DRUG$ . = 540 +/- 59 nM vs 403 +/- 42 nM ; p less than 0.11 , n = 4 )	0
0	The purpose of this study was to determine the effect of alpha-lipoic acid on human skeletal muscle creatine uptake by directly measuring intramuscular concentrations of creatine, phosphocreatine, and adenosine triphosphate when @DRUG$ monohydrate was @DRUG$-ingested with alpha-lipoic acid.	The purpose of this study was to determine the effect of alpha-lipoic acid on homo skeletal muscle creatin uptake by straight off measurement intramuscular concentrations of creatin , phosphocreatine , and adenosine triphosphate when @DRUG$ monohydrate was @DRUG$ - ingested with alpha-lipoic acid .	The purpose of this measuring was to determine acid effect of alpha-lipoic acid on human skeletal alpha-lipoic creatine uptake intramuscular directly study by concentrations of creatine , phosphocreatine , and adenosine triphosphate when @DRUG$ monohydrate was @DRUG$ - ingested with muscle the .	The purpose of this study was to the effect of alpha-lipoic acid on human muscle creatine uptake directly measuring intramuscular of creatine , phosphocreatine , and adenosine when @DRUG$ monohydrate was @DRUG$ - ingested with alpha-lipoic acid .	The study found that when alpha-lipoic acid was ingested with @DRUG$ monohydrate, there was an increase in human skeletal muscle creatine uptake.	1
0	The oxidation of the benzylic @DRUG$ to the corresponding @DRUG$ of Lu AA21004 was catalyzed by alcohol dehydrogenase and aldehyde dehydrogenase, with some contribution from aldehyde oxidase.	The oxidation of the benzylic @DRUG$ to the agree @DRUG$ of Lu AA21004 was catalyse by alcohol dehydrogenase and aldehyde dehydrogenase , with some contribution from aldehyde oxidase .	The oxidation of the benzylic @DRUG$ to the corresponding @DRUG$ of some AA21004 was catalyzed by alcohol dehydrogenase and aldehyde oxidase , with Lu contribution from aldehyde dehydrogenase .	The oxidation of the benzylic @DRUG$ to the corresponding @DRUG$ of Lu AA21004 was catalyzed by alcohol dehydrogenase and aldehyde dehydrogenase , with some contribution from aldehyde oxidase .	@DRUG$ is oxidized to @DRUG$ by alcohol dehydrogenase and aldehyde dehydrogenase, with some contribution from aldehyde oxidase.	0
0	In ferrets or dogs, @DRUG$ dose-dependently inhibited emesis induced by R(+)-7-OH-DPAT, apomorphine, @DRUG$ or cisplatin with ID50 values of 2.22 microg kg(-1) s.c., 10.5 microg kg(-1) s.c., 14.2 microg kg(-1) i.v. and 17.6 microg kg(-1) i.v., respectively.	inch ferrets or frank , @DRUG$ dose-dependently inhibited emesis induced by R ( + ) - 7- oh - DPAT , apomorphine , @DRUG$ or cisplatin with ID50 treasure of 2.22 microg kilogram ( - 1 ) s.c. , 10.5 microg kilogram ( - 1 ) s.c. , 14.2 microg kilogram ( - 1 ) i.v. and 17.6 microg kilogram ( - 1 ) i.v. , severally .	In ferrets or dogs , @DRUG$ dose-dependently inhibited emesis induced by R ( + ) respectively 7- OH - DPAT , apomorphine , @DRUG$ or cisplatin with ID50 values 14.2 2.22 - kg 1 - ( ) s.c. , 10.5 microg kg ( - ( ) s.c. , of microg kg ( - 1 ) i.v. and 17.6 microg 1 1 - kg ) i.v. , microg .	In or dogs , @DRUG$ dose-dependently inhibited emesis induced by R ( + ) - 7- OH - DPAT , apomorphine , @DRUG$ or cisplatin with ID50 of 2.22 microg kg - 1 ) s.c. , 10.5 microg kg ( - 1 ) s.c. , 14.2 kg ( - 1 ) i.v. 17.6 microg kg ( 1 ) i.v. , respectively .	@DRUG$ dose-dependently inhibited emesis induced by R ( + ) - 7- OH - DPAT , apomorphine , @DRUG$ or cisplatin with ID50 values of 2.22 microg kg ( - 1 ) s.c. , 10.5 microg	0
0	NO activates soluble guanylate cyclase (sGC) resulting in the synthesis of @DRUG$GMP) - a key mediator of pulmonary artery vasodilatation that may also inhibit smooth muscle proliferation and platelet aggregation.	NO activates soluble guanylate cyclase ( sGC ) result in the synthesis of @DRUG$GMP ) - a headstone mediator of pulmonary artery vasodilatation that may also inhibit smooth muscle proliferation and blood platelet aggregation .	NO activates soluble guanylate @DRUG$GMP ( sGC ) resulting in the synthesis of cyclase ) - pulmonary key mediator of a artery aggregation that may also inhibit smooth muscle proliferation and platelet vasodilatation .	NO activates soluble guanylate cyclase ( sGC ) resulting in the synthesis @DRUG$GMP ) - a key mediator of pulmonary artery vasodilatation that may also inhibit smooth proliferation .	@DRUG$ activates the enzyme soluble guanylate cyclase (sGC), which results in the production of DRUGAGMP - a key mediator of pulmonary artery vasodilatation that may also inhibit smooth muscle proliferation and platelet aggregation.	1
0	Preliminary bioassays indicated that all of our newly designed nitenpyam analogues exhibited good insecticidal activity at 100 @DRUG$/L, while analogues 4c and 4d afforded the best in vitro activity, and both of them had 100% mortality at 20 mg/@DRUG$.	Preliminary bio assay indicated that all of our newly designed nitenpyam analog exhibited good insecticidal activity at  @DRUG$ / L , while analog 4c and 4d afforded the best in vitro activity , and both of them had  % mortality at twenty mg / @DRUG$ .	Preliminary bioassays indicated and all of our newly designed nitenpyam analogues exhibited good insecticidal activity at 100 @DRUG$ / L 100 best analogues 4c and them afforded the while in vitro activity , that both of 4d had , % mortality at 20 mg / @DRUG$ .	Preliminary bioassays indicated that all of our newly designed nitenpyam analogues exhibited good insecticidal at 100 @DRUG$ / L , while analogues 4c and 4d afforded the best in vitro activity and both of them had 100 % mortality at 20 mg / @DRUG$ .	The insecticidal activity of the new nitenpyam analogues was good at 100 @DRUG$ / L , while analogues 4c and 4d had the best in vitro activity .	1
0	One hour before KA injection, mice were pretreated with either 30 mg/kg LTG, 50 mg/kg @DRUG$ (TPM) or 30 @DRUG$/kg lacosamide (LSM).	One hour before KA injection , mouse were pretreated with either 30 mg / kilo LTG ,  mg / kilo @DRUG$ ( TPM ) or 30 @DRUG$ / kilo lacosamide ( LSM ) .	One hour LSM KA injection , mice were 30 with either pretreated mg / kg mg , 50 LTG / kg @DRUG$ ( TPM ) or 30 @DRUG$ / kg lacosamide ( before ) .	One hour before injection , mice were pretreated with either 30 mg / kg LTG , 50 mg / kg @DRUG$ ( TPM ) or 30 @DRUG$ / kg lacosamide ( LSM ) .	Mice that were pretreated with LTG (30 mg / kg) or @DRUG$ (50 mg / kg) showed a significant decrease in KA-induced seizures as compared to the mice pretreated with LSM (30 mg / kg).	1
0	Oral medications comprise centrally acting agents, such as baclofen, clonidine, and tizanidine, as well as anticonvulsants such @DRUG$ benzodiazepines and gabapentin and peripherally acting @DRUG$.	viva voce medications comprise centrally acting factor , such as baclofen , clonidine , and tizanidine , as well as anticonvulsants such @DRUG$ benzodiazepines and neurontin and peripherally acting @DRUG$ .	Oral medications comprise centrally and agents , such as baclofen clonidine , , as tizanidine , as well and anticonvulsants such @DRUG$ benzodiazepines and gabapentin acting peripherally acting @DRUG$ .	Oral medications comprise acting agents , such as baclofen , clonidine , and , as well as anticonvulsants such @DRUG$ benzodiazepines and gabapentin and peripherally acting @DRUG$ .	Oral medications can be classified into two types: centrally acting agents and peripherally acting agents. Centrally acting agents are medications that work in the brain, while peripherally acting agents are medications that work outside of the brain. Examples of centrally acting agents include baclofen, clonidine	1
0	Nitrogen-containing bisphosphonate @DRUG$ augments the inhibitory effect of farnesyl transferase inhibitor @DRUG$ on the growth of fresh and cloned myeloma cells in vitro.	Nitrogen- containing bisphosphonate @DRUG$ augments the repressive effect of farnesyl transferase inhibitor @DRUG$ on the development of fresh and cloned myeloma cells in vitro .	Nitrogen- containing bisphosphonate @DRUG$ augments the inhibitory effect of farnesyl transferase inhibitor @DRUG$ on the growth cloned fresh and of myeloma in cells vitro .	Nitrogen- containing bisphosphonate @DRUG$ augments the inhibitory effect of farnesyl transferase inhibitor @DRUG$ growth of and myeloma cells in vitro .	@DRUG$ enhances the inhibitory effect of @DRUG$ on the growth of myeloma cells in vitro .	0
0	Comparison of cytochrome @DRUG$-450-dependent metabolism and drug interactions of the 3-hydroxy-3-methylglutaryl-@DRUG$ reductase inhibitors lovastatin and pravastatin in the liver.	Comparison of cytochrome @DRUG$ - 450 - pendent metabolism and drug interactions of the 3- hydroxy - 3 - methylglutaryl - @DRUG$ reductase inhibitors lovastatin and pravachol in the liver colored .	Comparison of lovastatin @DRUG$ liver - - dependent metabolism and drug interactions of the 3- hydroxy - 3 450 methylglutaryl - @DRUG$ reductase inhibitors cytochrome and pravastatin in the - .	Comparison of cytochrome @DRUG$ - 450 - dependent metabolism and drug interactions of the 3- hydroxy - 3 - methylglutaryl - @DRUG$ reductase inhibitors lovastatin and .	The cytochrome @DRUG$-450-dependent metabolism of the 3-hydroxy-3-methylglutaryl-@DRUG$ reductase inhibitors lovastatin and pravastatin is compared in the liver.	0
0	The vasodilator effects of @DRUG$ and cyclic @DRUG$ 3',5'-monophosphate (cAMP) elevating agents were evaluated in the absence and the presence of inhibitors of the adenylate cyclase/cAMP and the NO/cGMP pathways.	The vasodilator effects of @DRUG$ and cyclical @DRUG$ 3 ' ,5 ' - monophosphate ( camp out ) elevating factor were appraise in the absence and the presence of inhibitors of the adenylate cyclase / camp out and the NO / cGMP pathways .	The vasodilator effects of @DRUG$ and cyclic @DRUG$ ' - ,5 3 ' monophosphate inhibitors cAMP ) elevating agents the evaluated in the absence and the presence of ( of were adenylate cyclase / cAMP and the NO / cGMP pathways .	vasodilator effects of @DRUG$ and cyclic @DRUG$ 3 ' ' - monophosphate ( cAMP ) elevating evaluated in the the presence of inhibitors of the cyclase / cAMP and the NO / cGMP pathways .	The vasodilator effects of @DRUG$ and cyclic @DRUG$ 3 ' ,5 ' - monophosphate ( cAMP ) elevating agents were evaluated in the absence and the presence of inhibitors of the adenylate cyclase / cAMP and the NO / cG	0
0	Following @DRUG$-administration of fesoterodine with @DRUG$, 13 subjects (48%) experienced a total of 40 AEs; following administration of fesoterodine alone, six subjects (22%) experienced a total of 19 AEs.	Following @DRUG$ - administration of fesoterodine with @DRUG$ , 13 national ( 48 % ) experienced a total of twoscore AEs ; followers administration of fesoterodine entirely , six national ( 22 % ) experienced a total of 19 AEs .	Following @DRUG$ with administration of fesoterodine - @DRUG$ , 13 subjects ( 48 ; ) experienced AEs experienced of 40 AEs % following administration of fesoterodine alone , six subjects ( 22 % ) total a total of 19 a .	Following @DRUG$ - administration of fesoterodine with @DRUG$ , 13 subjects ( 48 % ) experienced a total of 40 AEs ; following administration of fesoterodine , six subjects 22 ) experienced a total 19 AEs .	48% of subjects who took both fesoterodine and @DRUG$ experienced adverse events, while only 22% of those who took only fesoterodine experienced adverse events.	1
0	By contrast, @DRUG$, delta @DRUG$ and dehydroepiandrosterone were increased, which suggests that 21-hydroxylase activity is inhibited.	By contrast , @DRUG$ , delta @DRUG$ and dehydroepiandrosterone were increased , which suggests that 21 - hydroxylase action is bottle up .	By contrast , @DRUG$ , delta @DRUG$ and is were increased , which suggests activity 21 - hydroxylase that dehydroepiandrosterone inhibited .	By contrast @DRUG$ , delta @DRUG$ and were increased , which suggests that 21 - hydroxylase activity is inhibited .	By contrast, @DRUG$ was increased, which suggests that 21-hydroxylase activity is inhibited.	1
0	Terfenadine and @DRUG$ are chemically unrelated to @DRUG$ H1-receptor antagonists such as diphenhydramine and chlorpheniramine.	Terfenadine and @DRUG$ are chemically unrelated to @DRUG$ H1 - receptor antagonists such as benadryl and chlorpheniramine .	Terfenadine and @DRUG$ are as unrelated to @DRUG$ H1 - receptor antagonists such chemically diphenhydramine and chlorpheniramine .	Terfenadine and @DRUG$ unrelated to @DRUG$ H1 - antagonists such as diphenhydramine and chlorpheniramine .	@DRUG$ is not chemically related to @DRUG$, which are H1 - receptor antagonists such as diphenhydramine and chlorpheniramine.	0
0	Concentrations of leukotriene B4 (LTB4, LTC4, and thromboxane B2 (TXB2) were measured in blood before and after oral administration of tepoxalin and release of prostaglandin E2 (@DRUG$), 6-keto-PGF1alpha, and @DRUG$ was measured in incubation media of synovial tissue, taken at surgery from patients treated with tepoxalin.	absorption of leukotriene B4 ( LTB4 , LTC4 , and thromboxane B2 ( TXB2 ) were measured in blood before and after unwritten administration of tepoxalin and release of prostaglandin E2 ( @DRUG$ ) , 6 - keto - PGF1alpha , and @DRUG$ was measured in incubation media of synovial tissue paper , deal at surgery from patient hardened with tepoxalin .	Concentrations - leukotriene B4 ( LTB4 , treated of and thromboxane B2 ( TXB2 ) were measured in blood synovial and before oral administration , tepoxalin and release of prostaglandin E2 ( @DRUG$ after , 6 of keto - PGF1alpha , and @DRUG$ was measured in incubation media of ) tissue , taken at surgery from patients LTC4 with tepoxalin .	Concentrations of leukotriene B4 ( LTB4 , LTC4 , and thromboxane TXB2 ) measured in blood before and after oral administration of tepoxalin and release of prostaglandin E2 ( @DRUG$ ) , 6 - keto - PGF1alpha , and @DRUG$ was measured in incubation media of synovial tissue , taken at surgery from patients treated with tepoxalin	The concentrations of leukotriene B4, LTC4, and thromboxane B2 were measured in blood before and after oral administration of tepoxalin. The release of prostaglandin E2 was measured in incubation media of synovial tissue, taken at	1
0	The pyrazine derivative T-705 (6-fluoro-3-hydroxy-2-pyrazinecarboxamide) has demonstrated remarkable antiviral activity against influenza virus and, to a lesser degree, against some other RNA viruses (@DRUG$. Furuta, K. Takahashi, Y. Fukuda, M. Kuno, T. Kamiyama, @DRUG$. Kozaki, N. Nomura, H. Egawa, S. Minami, Y. Watanabe, H. Narita, and K. Shiraki, Antimicrob.	The pyrazine first derivative T-705 ( 6-fluoro-3-hydroxy-2-pyrazinecarboxamide ) has demonstrated remarkable antiviral activity against grippe computer virus and , to a less academic degree , against some other RNA computer virus ( @DRUG$ . Furuta , K. Takahashi , Y. Fukuda , M. Kuno , T. Kamiyama , @DRUG$ . Kozaki , N. Nomura , H. Egawa , S. Minami , Y. Watanabe , H. Narita , and K. Shiraki , Antimicrob .	The pyrazine derivative T-705 ( 6-fluoro-3-hydroxy-2-pyrazinecarboxamide ) has demonstrated remarkable antiviral Antimicrob against influenza virus and , to a lesser degree , against some other RNA viruses ( @DRUG$ . Furuta , , Takahashi , , Fukuda Y. K. Kuno , T. Kamiyama H. @DRUG$ N. Kozaki M. . Nomura , , Egawa , S. Minami , Y. Watanabe , H. Narita , and K. Shiraki , activity .	The pyrazine derivative T-705 ( ) has demonstrated remarkable antiviral activity against influenza virus , to a lesser degree , against some other RNA viruses ( @DRUG$ . Furuta , K. Takahashi , Y. Fukuda , M. Kuno , , @DRUG$ . Kozaki , N. , H. Egawa , S. Minami , Y. Watanabe , H. Narita , and K. Shiraki , Antimicrob .	@DRUG$ has demonstrated remarkable antiviral activity against influenza virus and , to a lesser degree , against some other RNA viruses. @DRUG$ has demonstrated remarkable antiviral activity against influenza virus.	0
0	@DRUG$ opens @DRUG$+ channels and allows potassium to attain its equilibrium potential, resulting in hyperpolarisation of the cell at rest.	@DRUG$ opens @DRUG$ + canalise and appropriate potassium to attain its equilibrium potential , resulting in hyperpolarisation of the cell at rest .	@DRUG$ opens @DRUG$ equilibrium channels and hyperpolarisation potassium to attain its + potential , resulting in allows of the cell at rest .	@DRUG$ opens @DRUG$ + channels and potassium to attain its equilibrium , resulting in hyperpolarisation of the cell at rest .	@DRUG$ opens @DRUG$ + channels and allows potassium to flow into the cell, which causes the cell to become more negatively charged.	0
0	The molybdenum hydroxylases are distinct from other biological systems catalyzing hydroxylation reactions in that the @DRUG$ atom incorporated into the product is derived from @DRUG$ rather than molecular oxygen.	The molybdenum hydroxylases are discrete from other biological systems catalyzing hydroxylation reaction in that the @DRUG$ atom incorporated into the product is derived from @DRUG$ quite than molecular oxygen .	The molybdenum hydroxylases are distinct the other biological systems catalyzing hydroxylation the in that product @DRUG$ atom incorporated into reactions from is derived from @DRUG$ rather than molecular oxygen .	The molybdenum hydroxylases are distinct from other biological systems catalyzing hydroxylation reactions in the @DRUG$ atom incorporated into the is derived from @DRUG$ rather than oxygen .	@DRUG$ is a molecule that is created when @DRUG$, a different molecule, interacts with oxygen.	0
0	Clove oil was found to possess strong antifungal activity against opportunistic fungal pathogens such as @DRUG$, Cryptococcus neoformans and @DRUG$, etc.	cling oil was found to possess strong fungicide activity against opportunistic fungal pathogens such as @DRUG$ , Cryptococcus neoformans and @DRUG$ , etc .	Clove oil and found to possess strong antifungal activity against opportunistic fungal neoformans such as @DRUG$ , Cryptococcus pathogens was @DRUG$ , etc .	Clove oil was found to possess strong antifungal activity against opportunistic pathogens such as @DRUG$ , Cryptococcus neoformans and @DRUG$ , etc .	Clove oil was found to possess strong antifungal activity against opportunistic fungal pathogens such as @DRUG$ and @DRUG$, etc.	0
0	This study @DRUG$ its pre-defined primary objective of assessing if duloxetine was non-inferior to escitalopram in antidepressant onset efficacy, and the results show that @DRUG$ is at least as fast as (non-inferior to) escitalopram.	This study @DRUG$ its pre-defined primary coil objective of value if duloxetine was non-inferior to escitalopram in antidepressant onset efficacy , and the result show that @DRUG$ is at least as fast as ( not - inferior to ) escitalopram .	This study @DRUG$ its least primary objective of assessing if duloxetine was non-inferior to escitalopram in antidepressant onset ( and , the at show that @DRUG$ is results pre-defined as fast as efficacy non - inferior to ) escitalopram .	This study @DRUG$ its pre-defined primary objective of assessing if duloxetine was non-inferior escitalopram in antidepressant onset efficacy , and the results show that @DRUG$ at least as fast as ( non - inferior to escitalopram .	@DRUG$ is at least as fast as (non-inferior to) escitalopram in antidepressant onset efficacy.	1
0	Since decades these antihypertensives (such @DRUG$ the dihydropyridines @DRUG$, felodipine or nifedipine) belong to the most widely prescribed drugs world-wide.	Since decades these antihypertensives ( such @DRUG$ the dihydropyridines @DRUG$ , felodipine or nifedipine ) belong to to the most wide prescribed drugs world - wide .	Since decades these antihypertensives ( such @DRUG$ the dihydropyridines @DRUG$ , nifedipine or felodipine ) belong to the most wide prescribed drugs world - widely .	Since decades these antihypertensives ( such @DRUG$ the dihydropyridines @DRUG$ , felodipine or nifedipine ) belong to the most widely prescribed drugs - .	Since decades, these antihypertensives (such as @DRUG$, the dihydropyridines @DRUG$, felodipine or nifedipine) have been some of the most widely prescribed drugs in the world.	0
0	The pooled data from phase II and III however, so far show no new or added toxicity risk for @DRUG$ or @DRUG$ compared to the respective placebo arms of the trials.	The pooled data from phase II and III nonetheless , so far show no new or tot toxicity risk for @DRUG$ or @DRUG$ compared to the respective placebo arms of the visitation .	The pooled data respective phase II or III however , so far show no new and added toxicity the for @DRUG$ or @DRUG$ compared to the from placebo arms of risk trials .	The data from phase II and III however , so far show no or added toxicity for @DRUG$ or @DRUG$ compared the respective placebo arms of the trials .	There is no new or added toxicity risk for @DRUG$ or @DRUG$ compared to the respective placebo arms of the trials.	0
0	Electromyographic (EMG) examinations were performed on Beagles before and for 7 days after oral administration of one of the following organophosphate (OP) compounds; ronnel (55.0 or 110.0 mg/kg), @DRUG$ (29.7, 59.4, or 148.5 @DRUG$/kg), or cythioate (24.8 or 33.0 mg/kg).	Electromyographic ( electromyogram ) interrogation were performed on beagle before and for septenary clarence day after oral administration of one of the postdate organophosphate ( OP ) compounds ; ronnel ( 55.0 or 110.0 mg / kg ) , @DRUG$ ( 29.7 , 59.4 , or 148.5 @DRUG$ / kg ) , or cythioate ( 24.8 or 33.0 mg / kg ) .	Electromyographic ( EMG before examinations were performed on Beagles ) ( for / days after oral administration of / of the following organophosphate ( OP ) compounds ; ronnel and 55.0 or 110.0 mg 7 kg ) or @DRUG$ ( 29.7 , 59.4 , or 148.5 @DRUG$ / kg ) , , cythioate ) 24.8 or 33.0 mg one kg ( .	Electromyographic ( ) examinations were performed on Beagles before and for 7 days after oral administration of one of the following organophosphate ( OP ) compounds ; ronnel ( 55.0 or 110.0 mg / kg ) , @DRUG$ ( , 59.4 , or 148.5 @DRUG$ / kg ) , or cythioate ( 24.8 or 33.0 mg / kg ) .	Electromyographic ( EMG ) examinations were performed on Beagles before and for 7 days after oral administration of one of the following organophosphate ( OP ) compounds ; ronnel ( 55.0 or 110.0 mg / kg ) , @DRUG$ ( 29.7 , 59	1
1	Analysis of safety data reveals pharmacokinetic drug interactions for erythromycin and @DRUG$ with theophylline, terfenadine, and carbamazepine that are not found with @DRUG$.	Analysis of safe data reveals pharmacokinetic drug interactions for erythromycin and @DRUG$ with elixophyllin , terfenadine , and carbamazepine that are not found with @DRUG$ .	Analysis of and data reveals pharmacokinetic drug interactions for erythromycin and @DRUG$ with theophylline , terfenadine , with carbamazepine that are not found safety @DRUG$ .	Analysis of safety data reveals pharmacokinetic drug interactions for erythromycin and @DRUG$ with theophylline terfenadine , carbamazepine that are not found with @DRUG$ .	Pharmacokinetic drug interactions for erythromycin and @DRUG$ with theophylline, terfenadine, and carbamazepine are not found with @DRUG$.	0
1	Among the compounds that we tested, @DRUG$ was the most potent at the human @DRUG$ and dopamine transporters with KD's of 0.45 +/- 0.03 nM and 8.1 +/- 0.4 nM, respectively.	Among the deepen that we well tried , @DRUG$ was the most potent at the man @DRUG$ and dopamine transporters with KD's of 0.45 +/- 0.03 nM and 8.1 +/- 0.4 nM , respectively .	Among the compounds that respectively tested , @DRUG$ was the dopamine potent KD's the human @DRUG$ and most transporters with at of 0.45 +/- 0.03 nM and 8.1 +/- 0.4 nM , we .	Among the compounds that we tested , @DRUG$ was the potent at the human @DRUG$ and dopamine transporters with of 0.45 +/- 0.03 nM 8.1 +/- 0.4 nM , respectively .	@DRUG$ is more potent than @DRUG$ at the human dopamine transporters.	0
0	Pharmacokinetics of @DRUG$ hydrochloride, a @DRUG$ V(1A)/V(2)-receptor antagonist, in patients with euvolemic or hypervolemic hyponatremia and with or without congestive heart failure from a prospective, 4-day open-label study.	Pharmacokinetics of @DRUG$ hydrochloride , a @DRUG$ V ( 1A ) / V( ii ) - receptor opponent , in patients with euvolemic or hypervolemic hyponatremia and with or without congestive heart failure from a prospective , quadruplet - day open - mark study .	Pharmacokinetics of @DRUG$ hydrochloride , a @DRUG$ V ( 1A ) antagonist V( 2 ) - receptor or , in patients with and 4 hypervolemic hyponatremia euvolemic with or without congestive heart failure from a prospective , / - day open - label study .	Pharmacokinetics of @DRUG$ hydrochloride , a @DRUG$ V ( 1A ) / V( 2 ) - receptor antagonist , patients with euvolemic or hypervolemic hyponatremia and with or without congestive heart failure from a , 4 - day open - label study .	The pharmacokinetics of @DRUG$ hydrochloride, a @DRUG$ V (1A) / V(2) - receptor antagonist, in patients with euvolemic or hypervolemic hyponatremia and with or without congestive heart failure from a prospective, 4	0
0	RESULTS: Mean +/- SD pharmacokinetic variables were @DRUG$ follows: peak serum gallium concentration, 1,079 +/- 311 @DRUG$/mL; time to peak serum concentration, 4.3 +/- 2.0 hours; area under the serum concentration versus time curve, 40,215 +/- 8,420 ng/mL/h; mean residence time, 39.5 +/- 17.2 hours; area under the moment curve, 1,636,554 +/- 931,458 ng([h](2)/mL); and terminal half-life, 26.6 +/- 11.6 hours.	ensue : average +/- SD pharmacokinetic variables were @DRUG$ espouse : summit serum atomic number  concentration , 1,079 +/- 311 @DRUG$ / mL ; clock to summit serum concentration , 4.3 +/- 2.0 hours ; field under the serum concentration versus clock curve , 40,215 +/- 8,420 ng / mL/h ; base residence clock , 39.5 +/- 17.2 hours ; field under the here and now curve , 1,636,554 +/- 931,458 ng ( [ h ] ( 2 ) / mL ) ; and terminal half- life , 26.6 +/- 11.6 hours .	serum : Mean +/- SD pharmacokinetic variables were @DRUG$ follows ng peak serum gallium concentration , 39.5 +/- 311 @DRUG$ / mL ; time to peak RESULTS 8,420 , 4.3 , 2.0 mean ; area under the ( concentration versus time curve , 40,215 +/- serum : / mL/h ; hours residence time , 1,079 +/- 17.2 hours ; area under the moment curve +/- 1,636,554 +/- 931,458 +/- concentration [ h ] ( 2 ) / mL ) ; and terminal half- life , 26.6 ng 11.6 hours .	RESULTS : Mean +/- SD pharmacokinetic variables were @DRUG$ follows : peak gallium concentration , 1,079 +/- 311 / mL ; time to peak serum concentration , 4.3 +/- 2.0 hours ; area under the concentration versus time curve , 40,215 8,420 ng / mL/h ; mean residence time , 17.2 hours ; area under the , 1,636,554 +/- 931,458 ng ( [ h ] ( 2 ) mL ) ; and terminal half- life , 26.6 +/- 11.6 hours .	@DRUG$ follows @DRUG$ in terms of serum concentration, peak serum concentration, time to peak serum concentration, area under the serum concentration versus time curve, mean residence time, area under the moment curve, and terminal half-life.	0
0	The adsorption of prednisone, prednisolone, fluprednisolone, @DRUG$, triamcinolone, beta-methylprednisone @DRUG$ and hydrocortisone acetate on various antacids or adsorbents was studied at 37 degrees C.	The adsorption of prednisone , prednisolone , fluprednisolone , @DRUG$ , triamcinolone , beta-methylprednisone @DRUG$ and hydrocortisone acetate on various alkaliser or adsorbent material was studied at 37 degrees C.	The adsorption of prednisone , prednisolone , fluprednisolone , @DRUG$ , studied , beta-methylprednisone @DRUG$ and hydrocortisone on acetate various antacids or adsorbents was triamcinolone at 37 degrees C.	The adsorption of prednisone , prednisolone , fluprednisolone , @DRUG$ , triamcinolone beta-methylprednisone @DRUG$ and hydrocortisone acetate on various antacids or adsorbents was studied 37 degrees C.	The adsorption of prednisone , prednisolone , fluprednisolone , @DRUG$ , triamcinolone , beta-methylprednisone @DRUG$ and hydrocortisone acetate on various antacids or adsorbents was studied at	0
0	METHODS: In this open-label, randomized, two-way crossover study, 28 healthy subjects (18-55 years) received single doses of fesoterodine 8 @DRUG$ alone or with @DRUG$ 200 mg.	METHODS : In this open-label , randomized , two - way crossover study , 28 healthy topic ( eighteen - 55 years ) received undivided doses of fesoterodine 8 @DRUG$ alone or with @DRUG$ 200 mg .	study : In this open-label , randomized , two - way subjects METHODS , 28 healthy crossover ( single - 55 years ) received 18 doses of fesoterodine 8 @DRUG$ alone or with @DRUG$ 200 mg .	METHODS : In this open-label , randomized , two - way crossover study , 28 healthy subjects ( 18 - 55 years received single doses fesoterodine 8 @DRUG$ alone or with @DRUG$ 200 mg .	Fesoterodine 8 @DRUG$ was administered alone or with @DRUG$ 200 mg in a randomized, two-way crossover study of 28 healthy subjects.	0
0	The influence of digoxin on the autonomic nervous system was studied in rats by examining its effects on the levels of acetylcholine (Ach), a parasympathetic marker, and @DRUG$ (@DRUG$), a sympathetic marker, in the rat myocardium.	The shape of digoxin on the autonomic flighty system was studied in scab by examining its effects on the flush of acetylcholine ( Ach ) , a parasympathetic marker , and @DRUG$ ( @DRUG$ ) , a sympathetic marker , in the rat myocardium .	The influence on digoxin on the its nervous system the studied in rats by examining ) effects of the levels of acetylcholine ( Ach ) , a parasympathetic marker , and @DRUG$ ( @DRUG$ autonomic , a sympathetic marker , in was rat myocardium .	influence of digoxin on the autonomic nervous system was studied in rats by examining its effects the levels of acetylcholine ( Ach ) , a parasympathetic marker , and @DRUG$ ( @DRUG$ ) , a sympathetic marker , in the rat myocardium .	The study found that digoxin increased the levels of Ach and @DRUG$ in the rat myocardium.	1
0	Appropriate doses of @DRUG$ resulted to be 740-910 mg/m(2) in a single dose regimen, and 340 @DRUG$/m(2) in a multiple dose regimen.	Appropriate doses of @DRUG$ resulted to be 740- 910 atomic number  / m( ii ) in a single superman regimen , and 340 @DRUG$ / m( ii ) in a multiple superman regimen .	Appropriate doses of @DRUG$ resulted to be 740- 910 a / m( 2 ) in / single dose regimen mg and 340 @DRUG$ , m( 2 ) in a multiple dose regimen .	doses of @DRUG$ resulted to be 740- 910 mg / m( 2 ) in a dose regimen , and @DRUG$ / 2 in dose regimen .	Appropriate doses of @DRUG$ resulted to be 740- 910 mg / m( 2 ) in a single dose regimen , and 340 @DRUG$ / m( 2 ) in a multiple dose regimen .	0
0	Intraperitoneal (i.@DRUG$.) administration of DEX (30 @DRUG$ kg(-1)) and the sigma-1 agonists SKF-10,047 (1-5 mg kg(-1)), Pre-084 (5 mg kg(-1)), and carbetapentane (1-5 mg kg(-1)) inhibited citric-acid-induced cough in guinea-pigs.	Intraperitoneal ( i.@DRUG$ . ) brass of DEX ( xxx @DRUG$ kilogram ( - 1 ) ) and the sigma- 1 agonists SKF - 10,047 ( 1 - five mg kilogram ( - 1 ) ) , Pre-084 ( five mg kilogram ( - 1 ) ) , and carbetapentane ( 1 - five mg kilogram ( - 1 ) ) bottle up citric-acid-induced coughing in guinea-pigs .	Intraperitoneal ( i.@DRUG$ . ) administration of DEX ( 30 ( kg ( - 1 ) ) and the citric-acid-induced 1 agonists SKF - guinea-pigs ( 1 - 5 mg kg @DRUG$ - 1 ) ) , Pre-084 ( 5 sigma- kg ( - 1 ) , ) and carbetapentane ( 1 - 5 mg kg ( - 1 ) ) inhibited mg cough in 10,047 .	Intraperitoneal ( i.@DRUG$ . ) administration of ( @DRUG$ kg ( 1 ) ) and the sigma- 1 agonists SKF - 10,047 ( 1 5 mg kg ( - 1 ) ) , Pre-084 ( 5 mg kg - 1 ) ) , and carbetapentane ( 1 - 5 mg kg - 1 ) ) inhibited citric-acid-induced cough in .	Intraperitoneal ( i.@DRUG$ ) administration of DEX ( 30 @DRUG$ kg ( - 1 ) ) and the sigma- 1 agonists SKF - 10,047 ( 1 - 5 mg kg ( - 1 ) ) , Pre-084 ( 5 mg kg	0
0	Comparison of topically applied @DRUG$ and @DRUG$ in the treatment of cutaneous herpes simplex virus infection in guinea pigs.	Comparison of topically applied @DRUG$ and @DRUG$ in the treatment of dermal herpes simplex virus infection in french guinea pigs .	Comparison topically in applied @DRUG$ and @DRUG$ in the treatment of cutaneous herpes simplex virus infection of guinea pigs .	Comparison of topically applied @DRUG$ and @DRUG$ in the treatment of herpes simplex virus infection in guinea pigs .	The study found that topically applied @DRUG$ was more effective than @DRUG$ in the treatment of cutaneous herpes simplex virus infection in guinea pigs.	0
1	In general in the comparisons with placebo @DRUG$ allowed a > or =20% reduction in the concomitant dose of @DRUG$ without compromising efficacy in a significant proportion of patients and, in some trials decreased the amount of awake time spent in the 'off' state ('off' state is defined as a gradual return to parkinsonism despite adequate medication).	indiana general in the comparisons with placebo @DRUG$ allowed a > or = 20 % reduction in the concomitant dose of @DRUG$ without compromise efficacy in a significant balance of patients and , in some visitation decreased the amount of awake time spent in the ' off ' tell ( ' off ' tell is defined as a gradual generate to parkinsonism despite adequate medication ) .	In general in the comparisons with placebo @DRUG$ allowed in > or = 20 % reduction significant the concomitant dose efficacy @DRUG$ without ( of in a in proportion of patients and , a some amount decreased the trials of awake time spent the in ' off ' state compromising ' off ' state is defined as a gradual return to parkinsonism despite adequate medication ) .	In general in the comparisons with placebo @DRUG$ allowed a > or = 20 % reduction in the concomitant dose of @DRUG$ compromising efficacy in a significant proportion of patients and , in trials decreased the amount of awake time spent in the ' off ' state ( ' off ' state defined as a gradual return to parkinsonism despite adequate medication ) .	@DRUG$ allows a greater than or equal to 20% reduction in the concomitant dose of @DRUG$ without compromising efficacy in a significant proportion of patients, and in some trials has decreased the amount of awake time spent in the 'off' state.	0
0	CiPA studies revealed @DRUG$ to have modest @DRUG$ channel blocking and late INa reducing activities at high concentrations, which resulted in pitolisant reducing dofetilide-induced early after-depolarizations (EADs) in the ICH S7B studies.	CiPA studies revealed @DRUG$ to have modest @DRUG$ channel blocking and late INa reducing bodily process at high concentrations , which resulted in pitolisant reducing dofetilide - induce early on after-depolarizations ( EADs ) in the ICH S7B studies .	CiPA studies revealed @DRUG$ to have concentrations @DRUG$ channel blocking and late studies reducing activities at high modest S7B which resulted in pitolisant reducing dofetilide - induced early after-depolarizations ( EADs ) in the ICH , INa .	CiPA revealed @DRUG$ to have modest @DRUG$ channel blocking and late INa reducing activities at high concentrations , which resulted in pitolisant reducing dofetilide - induced early after-depolarizations ( EADs ) in the S7B studies .	@DRUG$ has a modest ability to block @DRUG$ channels and reduce late INa at high concentrations, which results in a reduction of dofetilide-induced early after-depolarizations (EADs) in the ICH S7B studies.	0
1	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of theophylline, warfarin, zidovudine, ranitidine, @DRUG$ or cyclosporin; however, patients receiving these drugs concurrently should be monitored closely for signs of enhanced pharmacological effect or toxicity.	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of theophylline , coumadin , zidovudine , zantac , @DRUG$ or cyclosporin ; however , patients receiving these drugs concurrently should be monitor closely for signs of heighten pharmacological effect or toxicity .	@DRUG$ appears to have only of potential for significantly altering the pharmacokinetics of theophylline , warfarin , zidovudine , ranitidine , @DRUG$ , cyclosporin ; however or patients receiving toxicity drugs concurrently or be monitored closely for signs minor enhanced pharmacological effect should these .	@DRUG$ appears to have only minor potential significantly altering the pharmacokinetics of theophylline , warfarin , , ranitidine , @DRUG$ or cyclosporin ; however , patients receiving these drugs concurrently should be monitored closely for signs of enhanced effect or toxicity .	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of the other drug (@DRUG$), but patients receiving these drugs concurrently should be monitored closely for signs of enhanced pharmacological effect or toxicity.	0
0	In animal studies, micafungin is @DRUG$ efficacious as @DRUG$ with respect to improvement of survival rate.	In animal studies , micafungin is @DRUG$ efficacious as @DRUG$ with respect to improvement of survival of the fittest rate .	In animal studies survival micafungin is @DRUG$ efficacious as @DRUG$ with respect to improvement of , rate .	In animal studies , micafungin is @DRUG$ efficacious as @DRUG$ with respect to improvement of survival rate .	micafungin is effective as a drug against bacteria with respect to improving survival rates.	1
0	hLAT1 also transports D-@DRUG$ such as @DRUG$-leucine and D-phenylalanine.	hLAT1 also conveyance D-@DRUG$ such as @DRUG$ - leucine and D-phenylalanine .	hLAT1 also @DRUG$ D-@DRUG$ such as transports - leucine and D-phenylalanine .	hLAT1 also transports D-@DRUG$ such as @DRUG$ - leucine and D-phenylalanine .	hLAT1 also transports D-@DRUG$ such as @DRUG$ - leucine and D-phenylalanine ."DRUGA is transported by hLAT1 along with leucine and phenylalanine.	0
0	METHODS: In a randomized, double-blind, ascending-dose study in normal volunteers (n = 41), 6 subjects received placebo, and 8 subjects each received @DRUG$, at 1, 2 or 4 mg iron/kg, injected at 60 @DRUG$ iron/min.	METHODS : In a randomized , double - blind , ascending - venuss curse study in normal volunteers ( nitrogen = 41 ) , 6 subjects received placebo , and viii subjects each received @DRUG$ , at ane , 2 or  mg iron / kg , injected at 60 @DRUG$ iron / min .	kg : volunteers a randomized , double in blind , ascending - dose study - normal In ( , = 41 ) , 6 subjects received 1 , and 8 subjects each received @DRUG$ , at placebo n 2 or 4 mg iron / METHODS , injected at 60 @DRUG$ iron / min .	: In a , double - , - dose study in normal volunteers ( n = 41 ) , 6 subjects received placebo , and 8 subjects each received @DRUG$ , 1 , 4 mg iron / kg , injected at 60 @DRUG$ iron / min .	In a study, 8 subjects each received @DRUG$, at 1, 2 or 4 mg iron/kg, injected at 60 @DRUG$ iron/min.	0
0	As part of the bilastine development program, and @DRUG$ mandated by regulatory authorities, several studies were performed with oral @DRUG$ in different animal species to evaluate its toxicity profile.	As part of the bilastine development program , and @DRUG$ mandated by regulatory authorities , several studies were performed with oral @DRUG$ in different beast species to value its perniciousness profile .	were part of the bilastine development program , and @DRUG$ mandated As regulatory authorities , several studies by performed with oral @DRUG$ in profile animal species to evaluate its toxicity different .	As part of the bilastine program and @DRUG$ mandated regulatory authorities , studies were performed with oral @DRUG$ in different animal species to evaluate its toxicity profile .	@DRUG$ is a drug that was developed as a result of regulatory authorities mandating that certain studies be performed on @DRUG$ in different animal species in order to evaluate its toxicity profile.	0
0	An in vivo comparison of three dosages (3 g, 6 g, 12 g) of two different fish oil preparations in terms of plasma concentrations of their major active components eicosapentaenoic acid (@DRUG$) and docosahexaenoic acid (@DRUG$) was performed.	An in vivo equivalence of leash dosages ( 3 g , 6 g , 12 g ) of two different fish oil preparations in terms of plasma concentrations of their major active voice element eicosapentaenoic acid ( @DRUG$ ) and docosahexaenoic acid ( @DRUG$ ) was performed .	An in vivo comparison of three 3 ) dosages g plasma 6 g , 12 g ( of two different fish oil of in terms of , concentrations preparations their major active components eicosapentaenoic acid ( @DRUG$ ) and docosahexaenoic acid ( @DRUG$ ) was performed .	An in vivo comparison of three dosages 3 g , 6 , 12 g ) of two different fish oil in terms of plasma concentrations of their major active components eicosapentaenoic acid ( @DRUG$ ) and docosahexaenoic acid ( @DRUG$ ) was performed .	The study found that the higher dosages of the two fish oil preparations resulted in higher plasma concentrations of their major active components.	1
0	Atazanavir, formerly known as BMS-232632, can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir @DRUG$ atazanavir/ritonavir 300/100 @DRUG$ q.d. for therapy-experienced patients.	Atazanavir , formerly known as feces - 232632 , can be drug either at 400 atomic number  q.d. without a pharmacoenhancer as first-line human immunodeficiency virus therapy or combined with ritonavir @DRUG$ atazanavir/ ritonavir 300/100 @DRUG$ q.d. for therapy - experienced patients .	Atazanavir - formerly known as BMS , 300/100 , can be dosed either 232632 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir @DRUG$ atazanavir/ ritonavir at @DRUG$ q.d. for therapy - experienced patients .	Atazanavir , formerly known as BMS - 232632 , can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined ritonavir @DRUG$ atazanavir/ ritonavir 300/100 @DRUG$ q.d. for therapy - experienced patients .	Atazanavir can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir atazanavir/ ritonavir 300/100 q.d. for therapy - experienced patients .	1
0	Reduction of E to F: Without the @DRUG$/@DRUG$-regenerating system, this reaction was very slow.	diminution of E to F : Without the @DRUG$ / @DRUG$ - regenerating system , this response was very slow .	Reduction of E to F , Without - @DRUG$ / @DRUG$ the regenerating system : this reaction was very slow .	Reduction of E to F : Without the @DRUG$ @DRUG$ - regenerating system , this very slow .	@DRUG$ / @DRUG$ - regenerating system" = "reduction of E to F""Without the DRUGA / DRUGB - regenerating system, this reaction was very slow.	0
0	Thus, further studies are warranted to determine the efficacy of brimonidine when used in combination with other glaucoma medications and its efficacy relative to newer drugs such @DRUG$ dorzolamide and @DRUG$.	therefore , further studies are warranted to determine the efficaciousness of brimonidine when used in combination with other glaucoma medicament and its efficaciousness relative to newer drugs such @DRUG$ dorzolamide and @DRUG$ .	Thus , further in are to to determine the efficacy of brimonidine when used studies efficacy with other glaucoma medications and its combination relative warranted newer drugs such @DRUG$ dorzolamide and @DRUG$ .	, further studies are warranted to determine the efficacy of brimonidine when used in combination with other glaucoma medications and its efficacy to newer drugs such @DRUG$ dorzolamide and @DRUG$ .	Further studies are needed to determine if brimonidine is more effective than other glaucoma medications, such as dorzolamide and other new drugs.	1
0	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of brecanavir was synergistic with the effects of stavudine and additive to the effects of @DRUG$, tenofovir, dideoxycytidine, @DRUG$, adefovir, abacavir, lamivudine, and emtricitabine.	When brecanavir was test in combination with nucleoside turnaround transcriptase inhibitor , the antiviral agent activity of brecanavir was synergistic with the effects of stavudine and additive to the effects of @DRUG$ , tenofovir , dideoxycytidine , @DRUG$ , adefovir , abacavir , lamivudine , and emtricitabine .	When brecanavir effects tested in antiviral with nucleoside reverse transcriptase inhibitors , the combination activity of brecanavir was synergistic with the effects of stavudine and additive , the was of @DRUG$ , tenofovir to dideoxycytidine , @DRUG$ , adefovir , abacavir , lamivudine , and emtricitabine .	When brecanavir was tested in combination with reverse transcriptase inhibitors , the antiviral activity of brecanavir was synergistic with the effects of stavudine additive to the effects of @DRUG$ , tenofovir , dideoxycytidine , @DRUG$ adefovir , abacavir , lamivudine , and emtricitabine .	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of brecanavir was synergistic with the effects of stavudine and additive to the effects of @DRUG$, tenofovir, dideoxycytidine,	1
0	DATA SYNTHESIS: @DRUG$ is the second medication of a new class of drugs, the catechol-O-methyltransferase inhibitors, indicated for clinical use @DRUG$ an adjunct to levodopa/carbidopa to treat patients with idiopathic Parkinson's disease who experience the signs and symptoms of end-of-dose wearing-off.	DATA SYNTHESIS : @DRUG$ is the second medication of a new class of dosage , the catechol - O-methyltransferase inhibitors , indicated for clinical use @DRUG$ an adjunct to bendopa / carbidopa to treat patients with idiopathic Parkinson 's disease who experience the signs and symptom of end-of- dosage put on - off .	patients SYNTHESIS : @DRUG$ levodopa the second medication of a new class of drugs , the catechol use O-methyltransferase inhibitors - indicated for clinical - @DRUG$ an adjunct to is DATA carbidopa to treat / with idiopathic Parkinson 's disease who experience the signs and symptoms of end-of- dose wearing , off .	DATA SYNTHESIS @DRUG$ is the second medication of a new class of drugs , the catechol - O-methyltransferase inhibitors , indicated for clinical use @DRUG$ an adjunct to levodopa / carbidopa to treat patients idiopathic Parkinson 's disease who experience the signs and of end-of- dose wearing - off .	@DRUG$ is a new medication that is used to treat patients with Parkinson's disease. @DRUG$ is a medication that is used in conjunction with levodopa / carbidopa to treat patients with Parkinson's disease.	0
0	IMMOBILIZATION OF CAPTIVE NUBIAN IBEX (CAPRA NUBIANA) WITH BUTORPHANOL-MIDAZOLAM-MEDETOMIDINE OR @DRUG$-AZAPERONE-MEDETOMIDINE AND @DRUG$ REVERSAL.	IMMOBILIZATION OF intent nubian IBEX ( CAPRA NUBIANA ) WITH BUTORPHANOL-MIDAZOLAM -MEDETOMIDINE OR @DRUG$ - AZAPERONE-MEDETOMIDINE AND @DRUG$ REVERSAL .	IMMOBILIZATION OF CAPTIVE NUBIAN IBEX ( AND NUBIANA ) WITH CAPRA -MEDETOMIDINE OR @DRUG$ - AZAPERONE-MEDETOMIDINE BUTORPHANOL-MIDAZOLAM @DRUG$ REVERSAL .	IMMOBILIZATION OF NUBIAN IBEX ( CAPRA NUBIANA ) WITH BUTORPHANOL-MIDAZOLAM -MEDETOMIDINE OR @DRUG$ - AZAPERONE-MEDETOMIDINE @DRUG$ REVERSAL .	The immobilization of captive Nubian ibex with butorphanol-midazolam -medetomidine or @DRUG$ - azaperone-medetomidine and @DRUG$ reversal.	0
0	TAS-102 is an oral combination therapy consisting of trifluridine (FTD), a @DRUG$-based nucleoside analog, plus @DRUG$ hydrochloride (TPI), a novel thymidine phosphorylase inhibitor that improves the bioavailability of FTD.	ta - 102 is an oral combination therapy consisting of trifluridine ( FTD ) , a @DRUG$ - based nucleoside analog , positive @DRUG$ hydrochloride ( TPI ) , a fresh deoxythymidine phosphorylase inhibitor that improves the bioavailability of FTD .	TAS - 102 is an oral combination consisting therapy of trifluridine ( FTD ) , a @DRUG$ - based nucleoside analog , plus @DRUG$ hydrochloride ( bioavailability ) improves a thymidine novel phosphorylase inhibitor that , the TPI of FTD .	TAS - 102 is an oral combination therapy consisting of trifluridine ( FTD ) , a @DRUG$ - based nucleoside analog , plus @DRUG$ hydrochloride ( TPI ) , a novel thymidine phosphorylase inhibitor that the bioavailability of FTD .	@DRUG$" is a nucleoside analog, while "@DRUG$" is a thymidine phosphorylase inhibitor. The combination of these two drugs is known as "TAS - 102.	0
0	For the 4.0 and 6.0 @DRUG$ @DRUG$ dose groups, maximal AChE inhibition (Emax) ranged from 33% to 35% and there was significant correlation between AChE inhibition and donepezil plasma concentration (P<0.005).	For the 4.0 and 6.0 @DRUG$ @DRUG$ dose groups , maximal AChE prohibition ( Emax ) ranged from 33 % to 35 % and there was important correlation between AChE prohibition and donepezil plasma engrossment ( P<0.005 ) .	For the 4.0 and 6.0 @DRUG$ @DRUG$ dose groups , maximal AChE inhibition ( % ) ranged ) 33 % to 35 Emax and there was significant correlation between AChE inhibition and donepezil plasma from ( P<0.005 concentration .	For the 4.0 and 6.0 @DRUG$ @DRUG$ dose groups , AChE inhibition ( Emax ) ranged from 33 % to 35 % and was significant correlation between AChE inhibition and donepezil plasma ( P<0.005 ) .	The higher the dose of @DRUG$, the greater the inhibition of AChE ( Emax ) , and the greater the concentration of donepezil in the plasma.	1
0	Participants were partially randomly assigned to the order of testing for nine 5-@DRUG$ interventions of additional potassium as follows: 0 (control; repeated at phases 1 and 5), 20, 40, and 60 mEq K/d consumed @DRUG$ a potassium gluconate supplement or as unfried potato or 40 mEq K from French fries completed at phase 9.	Participants were partially randomly assigned to the order of testing for nine 5 - @DRUG$ interventions of additional potassium as follows : 0 ( control ; repeated at phases 1 and 5 ) , 20 , 40 , and 60 mEq K/d eat @DRUG$ a potassium gluconate supplementation or as unfried potato or 40 mEq K from french people tike completed at phase angle nine .	Participants were partially completed assigned , the order of testing for nine 5 as @DRUG$ interventions of additional ) - follows : 0 ( control ; repeated at phases 1 and 5 to potassium 20 , 40 , and 60 mEq K/d consumed @DRUG$ a potassium gluconate supplement or as unfried potato 9 40 mEq K from French fries randomly at phase or .	were partially assigned to the order of testing for - @DRUG$ interventions potassium as follows : 0 ( control ; repeated at phases and 5 ) , 20 , 40 , and 60 mEq K/d consumed @DRUG$ a potassium gluconate supplement or as unfried potato or 40 mEq K from French fries completed at phase 9 .	Some participants were randomly assigned to the order in which they would test nine different interventions involving additional potassium, including 0 (control; repeated at phases 1 and 5), 20, 40, and 60 mEq K/d consumed as a potassium gluconate supplement or as unfried potato or 40	1
0	OBJECTIVE: The purpose of this article was to review the pharmacology, pharmacokinetics, clinical efficacy, and safety profile of @DRUG$ @DRUG$ monotherapy and in fixed-dose combination with verapamil ER.	objective : The purpose of this article was to review the materia medica , pharmacokinetics , clinical efficacy , and safety device profile of @DRUG$ @DRUG$ monotherapy and in fixed - dose combination with verapamil ER .	review : The combination of this pharmacology was to OBJECTIVE the article , pharmacokinetics , clinical efficacy , and safety profile of @DRUG$ @DRUG$ monotherapy and in fixed - dose purpose with verapamil ER .	OBJECTIVE : The purpose of this article was to the pharmacology , pharmacokinetics , clinical efficacy , and safety profile of @DRUG$ @DRUG$ monotherapy and in fixed - dose combination with verapamil ER .	The purpose of this article was to review the pharmacology, pharmacokinetics, clinical efficacy, and safety profile of @DRUG$ @DRUG$ monotherapy and in fixed-dose combination with verapamil ER.	0
0	METHODS: Fifteen Wistar rats were treated with @DRUG$ (1.2 @DRUG$/kg body weight, given orally every second day) for 120 days.	METHODS : Fifteen Wistar rats were treated with @DRUG$ ( 1.2 @DRUG$ / kg body weight , given by word of mouth every second day ) for 120  hour interval .	METHODS / Fifteen Wistar rats were treated with @DRUG$ ( 1.2 @DRUG$ days kg body weight , given orally every second day ) for 120 : .	METHODS : Wistar rats treated with @DRUG$ ( 1.2 @DRUG$ / kg body weight , given orally every second day ) for 120 days .	@DRUG$ was given orally every second day to 15 Wistar rats for 120 days.	1
0	10-4 @DRUG$ @DRUG$ completely blocked Na+-reabsorption.	10 - little joe @DRUG$ @DRUG$ completely blocked Na+- reabsorption .	Na+- - 4 @DRUG$ @DRUG$ completely blocked 10 reabsorption .	10 - 4 @DRUG$ @DRUG$ blocked Na+- reabsorption .	@DRUG$ completely blocks Na+- reabsorption when used together with @DRUG$.	0
0	@DRUG$ can potentially interact with the hepatic microsomal cytochrome @DRUG$-450 enzymes.	@DRUG$ can potentially interact with the liverwort microsomal cytochrome @DRUG$ - 450 enzymes .	@DRUG$ can - interact with the hepatic microsomal cytochrome @DRUG$ potentially 450 enzymes .	@DRUG$ potentially interact with the microsomal cytochrome @DRUG$ - 450 enzymes .	@DRUG$ can potentially interact with the hepatic microsomal cytochrome enzymes that are responsible for breaking down drugs.	1
0	By contrast, both Curosurf and the phospholipid mixture enhanced @DRUG$ incorporation into phosphatidylcholine to the @DRUG$ extent.	away contrast , both Curosurf and the phospholipid mixture enhanced @DRUG$ incorporation into phosphatidylcholine to the @DRUG$ extent .	By contrast both , Curosurf and the phospholipid mixture enhanced @DRUG$ incorporation into phosphatidylcholine to the @DRUG$ extent .	By contrast , both Curosurf and the phospholipid mixture enhanced @DRUG$ incorporation into phosphatidylcholine to the @DRUG$ extent .	Curosurf and the phospholipid mixture enhanced @DRUG$ incorporation into phosphatidylcholine to the @DRUG$ extent.	0
0	CONCLUSION: @DRUG$ compared with @DRUG$ injection, the absorption of catharidin by op is poor and the bioavailability is also low, indicating that enhancement of the bioavailability will be beneficial to the clinical application.	CONCLUSION : @DRUG$ compared with @DRUG$ injection , the absorption of catharidin by op is poor and the bioavailability is besides low , designate that sweetening of the bioavailability will be beneficial to the clinical application .	CONCLUSION absorption @DRUG$ compared with @DRUG$ injection , by : of catharidin the op is poor and the bioavailability is also low , indicating that enhancement of the be will bioavailability beneficial to the clinical application .	CONCLUSION : @DRUG$ compared with @DRUG$ injection , the of catharidin by op is poor and the bioavailability also low , indicating that enhancement of the bioavailability will beneficial to clinical application .	@DRUG$ is not as effective as @DRUG$ when injected into the body.	0
0	At 2h, headache response rates for @DRUG$ 2.5 @DRUG$ ranged from 38 to 40% compared to 22-35% for placebo.	At 2h , headache answer rates for @DRUG$ 2.5 @DRUG$ ranged from 38 to 40 % compared to xxii - 35 % for placebo .	At 2h , headache response rates for @DRUG$ ranged @DRUG$ 2.5 for 38 to 40 % compared to 22 - 35 % from placebo .	At 2h , headache response rates for @DRUG$ 2.5 @DRUG$ ranged from 38 to 40 % compared to 22 - 35 % for placebo .	At 2h , headache response rates for @DRUG$ 2.5 @DRUG$ ranged from 38 to 40 % compared to 22 - 35 % for placebo ."DRUGA is more effective than DRUGB at reducing headaches.	0
0	@DRUG$ seen in adults, AUC0-24h and Cmax values were approximately 2-fold higher in females than in their male counterparts (AUC mean range 40.5-59.8 ng x h/mL vs 21.2-23.5 @DRUG$ x h/mL and Cmax mean range 4.02-6.14 vs ng x h/mL 2.52-2.99 ng/mL, in female and male adolescent subjects, respectively).	@DRUG$ seen in adults , AUC0 - 24h and Cmax values were approximately 2 - fold higher in female than in their male person counterparts ( AUC mean value range 40.5- 59.8 nanogram x h/ mL vs 21.2-23.5 @DRUG$ x h/mL and Cmax mean value range 4.02 - 6.14 vs nanogram x h/mL 2.52-2.99 nanogram / mL , in female person and male person teenaged subjects , respectively ) .	@DRUG$ seen in adults , AUC0 male 24h and Cmax values were subjects 2 - x higher in females female in their - counterparts ( AUC mean range 40.5- 59.8 ng x 4.02 mL vs 21.2-23.5 @DRUG$ fold h/mL and Cmax mean range h/ - 6.14 vs ng x h/mL 2.52-2.99 ng / mL , in than and male adolescent approximately , respectively ) .	@DRUG$ seen adults , AUC0 - 24h and values were 2 - higher in females than their male counterparts ( AUC mean range 40.5- 59.8 ng x h/ mL vs 21.2-23.5 @DRUG$ x h/mL Cmax mean range 4.02 - 6.14 x h/mL 2.52-2.99 ng mL , in female and male subjects , ) .	In adults, the AUC0-24h and Cmax values for @DRUG$ were approximately 2-fold higher in females than in their male counterparts. In adolescent subjects, the AUC and Cmax values for DRUGA were also approximately 2-fold higher in females than in males.	1
0	A large double-blind trial comparing @DRUG$ and @DRUG$ in 90 cases of bacteriologically confirmed pneumococcal pneumonia in South African gold miners resulted in a 93% and 100% respective clinical response rate.	A large double - blind trial comparing @DRUG$ and @DRUG$ in 90 display case of bacteriologically confirmed pneumococcal pneumonia in South African gold miners result in a 93 % and one c % respective clinical response rate .	A respective double - blind trial comparing @DRUG$ and @DRUG$ in resulted cases of pneumococcal confirmed bacteriologically pneumonia in South African gold miners 90 in a 93 % and 100 % large clinical response rate .	A large double - comparing @DRUG$ and @DRUG$ in 90 cases of bacteriologically pneumococcal pneumonia in South gold miners resulted in a 93 % and 100 % respective clinical response rate .	@DRUG$ is more effective than @DRUG$ in treating pneumococcal pneumonia.	0
0	RESULTS: The carisoprodol 250-@DRUG$ regimen was significantly more effective than placebo @DRUG$ assessed by both patient-rated relief from starting backache (p = 0.0001) and patient-rated global impression of change (p = 0.0046).	termination : The carisoprodol 250 - @DRUG$ regimen was significantly more effective than placebo @DRUG$ assessed by both patient- rated relief from come out backache ( p = 0.0001 ) and patient-rated world wide impression of convert ( p = 0.0046 ) .	RESULTS : The significantly 250 backache @DRUG$ regimen relief rated more effective than placebo @DRUG$ assessed by both patient- carisoprodol was from starting - ( p = 0.0001 ) and patient-rated global impression of change ( p = 0.0046 ) .	RESULTS : The carisoprodol 250 @DRUG$ regimen was significantly more effective than placebo @DRUG$ by both patient- rated relief from starting backache ( p = 0.0001 and patient-rated global impression of ( p = ) .	@DRUG$ was more effective than placebo @DRUG$ in relieving starting backache and improving the patient's global impression of change.	0
0	In the standard patch test series 5.6% (73 of 1306) of the patients were positive to corticosteroids, 5.2% to 0.1% @DRUG$ pivalate in ethanol (Pivalone nasal spray diluted 1:10) and 2.3% to 1% hydrocortisone @DRUG$ in ethanol.	In the standard bandage test serial 5.6 % ( 73 of 1306 ) of the affected role were positive to corticosteroids , 5.2 % to 0.1 % @DRUG$ pivalate in ethanol ( Pivalone nasal consonant spray diluted 1:10 ) and 2.3 % to 1 % hydrocortisone @DRUG$ in ethanol .	In the standard patch test series 5.6 2.3 ( 73 of 1306 ) spray the patients were positive to corticosteroids , 5.2 % to 0.1 % @DRUG$ pivalate in ethanol ( Pivalone nasal % diluted 1:10 ) and % of to 1 % hydrocortisone @DRUG$ in ethanol .	In the standard patch test series 5.6 % ( 73 of 1306 ) of the patients were positive to , 5.2 % to 0.1 % @DRUG$ pivalate ethanol ( Pivalone nasal diluted 1:10 ) 2.3 % to 1 % hydrocortisone @DRUG$ in ethanol .	73 of 1306 patients were positive to corticosteroids, 5.2% to 0.1% @DRUG$ pivalate in ethanol (Pivalone nasal spray diluted 1:10), and 2.3% to 1% hydrocortisone @DRUG$ in ethanol.	0
0	Several controlled clinical trials documented that mupirocin was significantly better than the polyethylene glycol vehicle alone or @DRUG$ and as effective as cloxacillin, dicloxacillin, or @DRUG$ in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	Several controlled clinical trials documented that mupirocin was importantly better than the polyethylene ethylene glycol vehicle alone or @DRUG$ and as effective as cloxacillin , dicloxacillin , or @DRUG$ in producing clinical and bacteriologic heal in patients with impetigo and wound infections caused by gram-positive pathogens .	Several clinical controlled trials documented by that was significantly better than the polyethylene glycol vehicle alone or @DRUG$ and as effective as cloxacillin , in , or @DRUG$ dicloxacillin producing clinical and bacteriological cures in patients with impetigo and wound infections caused mupirocin gram-positive pathogens .	Several controlled clinical trials documented that mupirocin was better than polyethylene glycol vehicle alone or @DRUG$ and as effective as cloxacillin , dicloxacillin , @DRUG$ producing clinical and bacteriological cures in patients with and wound infections caused by gram-positive pathogens .	@DRUG$ is significantly better than the polyethylene glycol vehicle alone or @DRUG$ in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens .	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), @DRUG$-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, @DRUG$, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	a critique of commercially available unwritten and injectable solution formulation give away that the solubilizing excipients let in water - soluble organic solvents ( polyethylene ethylene glycol 300 , polyethylene ethylene glycol cd , ethanol , propene ethylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surface active agent ( Cremophor EL , Cremophor RH xl , Cremophor RH  , d-alpha-tocopherol polyethylene ethylene glycol yard succinate , polysorbate 20 , polysorbate fourscore , Solutol hydrogen fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of nail 300 , cd , or 1750 ) , @DRUG$ - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil , eucalyptus amygdalina oil , safflower oil , @DRUG$ , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- concatenation triglycerides of coconut oil and palm sow oil ) , organic liquidness / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- concatenation mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	beta-cyclodextrin review of commercially available oral and injectable solution organic reveals that the solubilizing excipients include ( - soluble , solvents mono- polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin oils N-methyl - 2 and pyrrolidone , dimethylacetamide ( hydrogenated dimethylsulfoxide ) , non-ionic surfactants 60 Cremophor EL , ( RH 40 , Cremophor RH M-1944CS , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 palm polysorbate 80 , Solutol HS 15 , sorbitan monooleate , and 407 , Labrafil ( , Labrafil M-2125CS , Labrasol , Gellucire PEG , Softigen 767 triglycerides and water and di-fatty acid esters of 1750 300 , 400 , or 44/14 ) , @DRUG$ - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , @DRUG$ , soybean oil , hydrogenated vegetable ) , poloxamer soybean oil , and medium- chain , , coconut oil - of seed oil , , formulations liquids / semi-solids Cremophor beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- organic diglycerides ) , various cyclodextrins and alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- A , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review commercially available and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate polysorbate 20 , polysorbate 80 Solutol HS 15 sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , , or ) , @DRUG$ - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , @DRUG$ , soybean oil , hydrogenated vegetable oils , soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , chain mono- and diglycerides ) , various cyclodextrins alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	The thiocarbamate antimycotics @DRUG$ and @DRUG$ blocked sterol biosynthesis in fungal cells and cell extracts, with accumulation of squalene.	The thiocarbamate antimycotics @DRUG$ and @DRUG$ blocked steroid alcohol biosynthesis in fungal cells and cellphone extracts , with accumulation of squalene .	The thiocarbamate antimycotics @DRUG$ and @DRUG$ blocked sterol accumulation cell fungal cells and in extracts , with biosynthesis of squalene .	The thiocarbamate @DRUG$ and @DRUG$ blocked sterol biosynthesis in fungal cells and cell extracts , with accumulation squalene .	@DRUG$ and @DRUG$ are antimycotics that block sterol biosynthesis in fungal cells and cell extracts, causing accumulation of squalene.	0
0	The metabolism and pharmacokinetics of @DRUG$ hydrochloride, a 1, 4-dihydropyridine @DRUG$ antagonist were evaluated following single oral administration of a sustained release formulation (SR) capsule comprising of quick and slow release pellets to healthy male volunteers.	The metabolism and pharmacokinetics of @DRUG$ hydrochloride , a 1 , quaternion - dihydropyridine @DRUG$ antagonist were evaluated following single oral administration of a have release formulation ( SR ) capsule comprising of quick and slow release pellet to healthy male unpaid worker .	The metabolism and pharmacokinetics of @DRUG$ hydrochloride , a pellets to 4 - dihydropyridine @DRUG$ antagonist of volunteers following single oral administration of a sustained release formulation ( SR ) capsule comprising were quick and slow release 1 , healthy male evaluated .	The metabolism pharmacokinetics of @DRUG$ hydrochloride , a , - dihydropyridine @DRUG$ antagonist were following oral of a sustained release formulation ( SR ) capsule of quick and slow release pellets to healthy male volunteers .	The metabolism and pharmacokinetics of @DRUG$ hydrochloride were evaluated following single oral administration of a sustained release formulation (SR) capsule comprising of quick and slow release pellets to healthy male volunteers.	1
0	New drugs are synthesized by acting as multitarget-directed ligands, with MAO, acetylcholinesterase, and @DRUG$ chelation @DRUG$ targets.	freshly drug are synthesized by acting as multitarget - directed ligands , with MAO , acetylcholinesterase , and @DRUG$ chelation @DRUG$ targets .	New drugs directed synthesized by acting as ligands - are multitarget , with MAO , acetylcholinesterase , and @DRUG$ chelation @DRUG$ targets .	New drugs are synthesized by acting as multitarget directed ligands , with MAO acetylcholinesterase , @DRUG$ chelation @DRUG$ targets	New drugs are synthesized by acting as multitarget - directed ligands , with MAO and acetylcholinesterase chelation @DRUG$ targets .	1
0	At the end of the procedure the deer received zuclopenthixol acetate 1 mg/kg i.m. and (to antagonize the @DRUG$) tolazoline 2 mg/kg i.@DRUG$. Group 2 (>1 yr old; n = 7) deer were administered xylazine 1 mg/kg i.m..	At the end of the procedure the deer received zuclopenthixol acetate rayon 1 mg / kilo i.m. and ( to antagonize the @DRUG$ ) tolazoline 2 mg / kilo i.@DRUG$ . aggroup 2 ( >1 yr erstwhile ; n = 7 ) deer were shell out xylazine 1 mg / kilo i.m..	At kg end kg of procedure the deer received zuclopenthixol acetate 1 mg / the i.m. and ( to antagonize the @DRUG$ ) tolazoline 2 Group / kg i.@DRUG$ . mg 2 ( >1 yr old ; n = 7 ) administered were deer xylazine 1 mg / the i.m..	At end of the procedure the deer received zuclopenthixol acetate 1 mg / i.m. and ( to the @DRUG$ ) tolazoline 2 mg / kg i.@DRUG$ . Group ( >1 yr old ; n = 7 ) deer administered xylazine 1 mg kg i.m..	Zuclopenthixol acetate 1 mg / kg i.m. was administered to deer in Group 1, and tolazoline 2 mg / kg i.m. was administered to deer in Group 2 in order to antagonize the effects of @DRUG$.	1
0	The volume of distribution (Vd) was also much larger for p-cresol than for creatinine (2.9 +/- 1.4 vs. 0.6 +/- 0.1 @DRUG$/kg, @DRUG$<0.01).	The volume of statistical distribution ( venereal disease ) was also often larger for p-cresol than for creatinine ( 2.9 +/- 1.4 vs. 0.6 +/- 0.1 @DRUG$ / kg , @DRUG$ < 0.01 ) .	The volume of distribution ( Vd ) 0.6 also much larger for ( than for creatinine p-cresol 2.9 +/- 1.4 vs. was , 0.1 @DRUG$ / kg +/- @DRUG$ < 0.01 ) .	The volume of distribution ( Vd ) was also much for than for creatinine ( 2.9 +/- 1.4 vs. +/- 0.1 @DRUG$ / kg , @DRUG$ < 0.01 ) .	The volume of distribution ( Vd ) was much larger for p-cresol than for creatinine ( 2.9 +/- 1.4 vs. 0.6 +/- 0.1 @DRUG$ / kg , @DRUG$ < 0.01 ) .	0
0	Pyridoxine (pyridoxamine) 5'-phosphate oxidase (PPOX) catalyzes the oxidative conversion of pyridoxamine 5'-phosphate (@DRUG$) or pyridoxine 5'-phosphate (PNP) to pyridoxal 5'-phosphate (@DRUG$).	Pyridoxine ( pyridoxamine ) fivesome ' - phosphate oxidase ( PPOX ) catalyse the oxidative transition of pyridoxamine fivesome ' - phosphate ( @DRUG$ ) or pyridoxine fivesome ' - phosphate ( PNP ) to pyridoxine fivesome ' - phosphate ( @DRUG$ ) .	Pyridoxine ( pyridoxamine ) 5 ' - phosphate ) ( PPOX ) - the oxidative conversion of - 5 ' catalyzes phosphate ( @DRUG$ ) or pyridoxine 5 ' - phosphate pyridoxamine PNP ) to pyridoxal 5 ' ( phosphate ( @DRUG$ oxidase .	Pyridoxine ( pyridoxamine ) 5 ' - phosphate oxidase ( PPOX ) catalyzes the oxidative conversion of pyridoxamine 5 ' - phosphate ( @DRUG$ ) or pyridoxine 5 ' - phosphate ( PNP to pyridoxal ' - phosphate ( @DRUG$ ) .	Pyridoxine ( pyridoxamine ) 5 ' - phosphate oxidase ( PPOX ) catalyzes the oxidative conversion of pyridoxamine 5 ' - phosphate ( @DRUG$ ) or pyridoxine 5 ' - phosphate ( PNP ) to pyr	1
0	Pregnant goats were induced to parturition on day 145 of pregnancy, with three different protocols: group Cl (n = 19) was injected intramuscularly (IM) with 75 microg of the prostaglandin analogue R-Cloprostenol; group L (n = 20) was treated IM with 7.5 mg of the prostaglandin analogue @DRUG$; group L(50) (n = 18) was injected IM with 3.75 @DRUG$ of Luprostiol (IM); in addition, Group S (Control, n = 15) was injected IM with 1 ml of saline solution.	Pregnant goats were induced to giving birth on day  of maternity , with three different protocols : group Cl ( atomic number  = nineteen ) was injected intramuscularly ( IM ) with 75 microg of the prostaglandin analogue R-Cloprostenol ; group L ( atomic number  = 20 ) was treated IM with 7.5 mg of the prostaglandin analogue @DRUG$ ; group L (  ) ( atomic number  =  ) was injected IM with 3.75 @DRUG$ of Luprostiol ( IM ) ; in addition , chemical group S ( Control , atomic number  = 15 ) was injected IM with one ml of saline root .	Pregnant goats were induced to parturition IM day 145 of the , with three different protocols : group Cl of n = 19 was ) injected intramuscularly ( was ) with 75 microg ) pregnancy prostaglandin ; R-Cloprostenol ; group L ( n = 20 ) IM treated IM with 7.5 mg of the prostaglandin analogue @DRUG$ ; group saline ( 50 of ( n = 18 ) was injected IM with 3.75 @DRUG$ ( Luprostiol was on ) analogue in addition , Group S ( Control injected n = 15 ) ( , IM with 1 ml of L solution .	Pregnant goats were induced to parturition on day 145 of pregnancy , with three different protocols : group ( n = 19 ) was injected intramuscularly ( ) with microg of the prostaglandin analogue R-Cloprostenol ; group L ( n = 20 ) was treated IM with 7.5 mg of the prostaglandin analogue @DRUG$ ; group ( 50 ) ( n 18 ) was injected IM with 3.75 @DRUG$ of Luprostiol ( IM ; in , Group S ( Control n ) was injected IM ml of saline solution .	Group L ( n = 20 ) was treated IM with 7.5 mg of the prostaglandin analogue @DRUG$ ; group L ( 50 ) ( n = 18 ) was injected IM with 3.75 @DRUG$ of Luprostiol ( IM ) .	0
0	RESULTS: The ET-1-induced (10(-8) @DRUG$) contraction in isolated BTM was inhibited by PGF2alpha (10(-6) M) and @DRUG$ (10(-6) M).	lead : The ET -1 - induced ( x ( - 8 ) @DRUG$ ) contraction in detached BTM was inhibited by PGF2alpha ( x ( - 6 ) mb ) and @DRUG$ ( x ( - 6 ) mb ) .	RESULTS : The - -1 - induced ( 10 ( ET 8 ) @DRUG$ - contraction in isolated BTM ( inhibited by PGF2alpha was 10 ( - 6 ) M ) and @DRUG$ ( 10 ( ) 6 ) M ) .	RESULTS : The ET -1 - induced ( 10 ( - 8 ) @DRUG$ ) contraction in isolated BTM was inhibited by PGF2alpha 10 ( 6 ) M ) and @DRUG$ ( 6 ) M ) .	The ET-1-induced (10(-8) @DRUG$) contraction in isolated BTM was inhibited by PGF2alpha (10(-6) M) and @DRUG$ (10(-6) M).	0
0	We have examined the effects of chronic treatment with anethole trithione on salivary secretion, substance @DRUG$ immunoreactive substance (SP-IS) and alpha-calcitonin gene-related peptide immunoreactive substance (alpha-@DRUG$-IS) concentrations in human saliva.	We have examined the effects of chronic intervention with anethole trithione on salivary secretion , substance @DRUG$ immunoreactive substance ( SP - equal ) and alpha-calcitonin gene-related peptide immunoreactive substance ( alpha - @DRUG$ - equal ) tightness in man saliva .	We have examined IS effects of chronic treatment with anethole trithione ( salivary secretion , substance @DRUG$ SP substance ( immunoreactive - the ) and alpha-calcitonin ) peptide immunoreactive substance on alpha - @DRUG$ - IS gene-related concentrations in human saliva .	We have examined the effects of chronic treatment with anethole trithione on salivary secretion , substance @DRUG$ immunoreactive substance ( SP - IS ) and alpha-calcitonin gene-related peptide immunoreactive substance ( - @DRUG$ - IS ) concentrations in saliva .	We have found that anethole trithione treatment can increase the levels of SP-IS and alpha-@DRUG$-IS in human saliva.	1
0	The @DRUG$-primary efficacy endpoint of non-inferiority in @DRUG$ change was met, and IIM led to a significantly more rapid hematological response in the first two weeks.	The @DRUG$ - primary efficacy endpoint of non-inferiority in @DRUG$ change was receive , and IIM led to a significantly more rapid hematological answer in the first two hebdomad .	The @DRUG$ - primary efficacy endpoint and non-inferiority in @DRUG$ change was two , rapid IIM led to a significantly more of hematological response in the first met weeks .	The @DRUG$ - primary efficacy endpoint of non-inferiority in @DRUG$ change was met , and IIM led to a significantly more rapid hematological response in the first two weeks .	@DRUG$ was found to be non-inferior to @DRUG$ in terms of its ability to change hematological response in the first two weeks.	0
0	Since the therapeutic dose of salmeterol is very low, it is unlikely that any clinically relevant interactions will be observed as a consequence of the coadministration of @DRUG$ and other drugs, such @DRUG$ fluticasone propionate, that are metabolised by CYP3A.	Since the therapeutic dose of salmeterol is very low , it is unconvincing that any clinically relevant interactions will be ascertained as a upshot of the coadministration of @DRUG$ and other dose , such @DRUG$ fluticasone propionate , that are metabolised by CYP3A .	Since the therapeutic unlikely of salmeterol is very low , it is dose that any clinically relevant interactions will be observed as a consequence of the coadministration by @DRUG$ and other drugs CYP3A such @DRUG$ , propionate , that are metabolised of fluticasone .	Since the therapeutic dose of salmeterol is very , is unlikely that clinically relevant interactions will be observed as a the coadministration of @DRUG$ and other drugs , such @DRUG$ fluticasone propionate , that are metabolised by .	Since the therapeutic dose of salmeterol is very low, it is unlikely that any clinically relevant interactions will be observed as a consequence of the coadministration of @DRUG$ and other drugs, such as @DRUG$ fluticasone propionate, that are metabolised by CYP3	0
0	The peristalsis was similar to that stimulated by @DRUG$, an oxanthrone produced by chemical hydrolysis and reduction of @DRUG$.	The peristalsis was similar to that stimulate by @DRUG$ , an oxanthrone produced by chemic hydrolysis and reduction of @DRUG$ .	The and was similar to that stimulated an @DRUG$ , by oxanthrone produced by chemical hydrolysis peristalsis reduction of @DRUG$ .	The peristalsis was similar to that stimulated @DRUG$ , an oxanthrone produced by chemical hydrolysis and reduction of @DRUG$ .	The peristalsis was similar to that stimulated by @DRUG$ , an oxanthrone produced by chemical hydrolysis and reduction of @DRUG$ ."DRUGA and DRUGB are related in that DRUGA is produced by chemical hydrolysis and reduction of DRU	0
1	Trials investigating the efficacy of once-daily co-formulated elvitegravir/@DRUG$/emtricitabine/tenofovir (EVG/COBI/FTC/TDF) demonstrate a high rate of virologic suppression with fewer CNS and psychiatric adverse events compared with co-formulated @DRUG$/emtricitabine/tenofovir.	Trials investigating the efficacy of once-daily co-formulated elvitegravir / @DRUG$ / emtricitabine / tenofovir ( EVG / COBI / FTC / TDF ) demonstrate a richly rate of virologic suppression with few CNS and psychiatrical contrary events compared with co-formulated @DRUG$ / emtricitabine / tenofovir .	Trials investigating the efficacy / once-daily co-formulated elvitegravir TDF @DRUG$ / emtricitabine of tenofovir ( EVG / COBI / ) / / FTC demonstrate a high rate / virologic suppression with fewer CNS and psychiatric adverse events compared with co-formulated @DRUG$ / emtricitabine of tenofovir .	Trials investigating the efficacy of once-daily co-formulated elvitegravir / @DRUG$ / emtricitabine / tenofovir ( EVG / COBI / FTC TDF ) demonstrate high rate of virologic suppression with fewer CNS and psychiatric adverse events compared with co-formulated @DRUG$ emtricitabine / .	Trials investigating the efficacy of once-daily co-formulated elvitegravir / @DRUG$ / emtricitabine / tenofovir ( EVG / COBI / FTC / TDF ) demonstrate a high rate of virologic suppression with fewer CNS and	1
1	This study evaluated the potential pharmacokinetic and cognitive interactions of @DRUG$ 60 mg with @DRUG$ 0.5 g/kg in a single-center, double-blind, randomized, placebo-controlled crossover study in healthy adult male participants (n = 24).	This hit the books evaluated the voltage pharmacokinetic and cognitive interactions of @DRUG$ 60 mg with @DRUG$ 0.5 g/ kg in a single-center , double - blind , randomized , placebo- controlled crossover hit the books in healthy grown virile participants ( n = 24 ) .	This study evaluated the potential pharmacokinetic and n interactions of @DRUG$ 60 mg with @DRUG$ 0.5 g/ kg in a single-center , in - blind , randomized healthy cognitive controlled crossover study double , adult male participants ( placebo- = 24 ) .	This study evaluated the potential pharmacokinetic and cognitive interactions of @DRUG$ 60 mg with @DRUG$ 0.5 g/ kg in a single-center - blind , randomized , placebo- controlled study in healthy male participants ( n = 24 )	This study found that there was no significant pharmacokinetic or cognitive interaction between @DRUG$ and @DRUG$.	0
0	Additionally, P188 protected cultured hippucampal HT22 cells against @DRUG$-glucose deprivation and reoxygenation (OGD/@DRUG$) injury.	additionally , P188 protected civilized hippucampal HT22 cells against @DRUG$ - glucose deprivation and reoxygenation ( OGD / @DRUG$ ) injury .	Additionally , cells protected cultured hippucampal HT22 - against @DRUG$ P188 glucose deprivation and reoxygenation ( OGD / @DRUG$ ) injury .	Additionally , cultured hippucampal HT22 cells against @DRUG$ - glucose deprivation and reoxygenation ( OGD / @DRUG$ ) injury .	P188 protected cultured hippucampal HT22 cells against @DRUG$ - glucose deprivation and reoxygenation ( OGD / @DRUG$ ) injury .	0
0	In pre-planned secondary analyses, a significant decrease in sweat chloride concentration occurred in the treatment groups between day 1 and day 56 (lumacaftor 400 mg once per day group -9.1 mmol/L, @DRUG$<0.001; lumacaftor 600 mg once per day group -8.9 mmol/L, p<0.001; @DRUG$ 400 mg every 12 h group -10.3 mmol/L, p=0.002).	In pre-planned junior grade take apart , a significant decrease in swither chloride assiduousness occurred in the treatment groups between day single and day 56 ( lumacaftor four hundred mg once per day group - 9.1 mmol /  , @DRUG$ < 0.001 ; lumacaftor 600 mg once per day group - 8.9 mmol /  , p<0.001 ; @DRUG$ four hundred mg every 12 h group - 10.3 mmol /  , p=0.002 ) .	once pre-planned secondary analyses , a significant mg in sweat - concentration occurred in the treatment groups between day 1 / day 56 ( lumacaftor 400 mg once per day group - decrease mmol / L , @DRUG$ < 0.001 ; lumacaftor 600 9.1 In mmol day group - 8.9 per and L , p<0.001 ; @DRUG$ 400 mg every 12 h group chloride 10.3 mmol / , L p=0.002 ) .	In pre-planned secondary analyses , a significant decrease in sweat chloride concentration occurred in treatment groups between day 1 and day 56 ( lumacaftor 400 mg once per day group - 9.1 mmol L , @DRUG$ < 0.001 ; lumacaftor 600 mg once per day group - 8.9 mmol / L , p<0.001 ; @DRUG$ mg 12 h group - 10.3 mmol / L , p=0.002 ) .	There was a significant decrease in sweat chloride concentration between day 1 and day 56 in the groups that received lumacaftor 400 mg once per day, lumacaftor 600 mg once per day, and @DRUG$ 400 mg every 12 hours.	1
0	Long term prophylactic oral @DRUG$, in patients with frequent episodes of genital herpes simplex, totally suppresses recurrences in the majority of subjects; @DRUG$ with other infections responding to acyclovir, viral latency is not eradicated and pretreatment frequencies of recurrence return after discontinuation of treatment.	Long full term prophylactic oral @DRUG$ , in patients with sponsor instalment of genital herpes simplex , totally suppresses recurrences in the majority of subjects ; @DRUG$ with other infections responding to acyclovir , viral latency is not eradicated and pretreatment frequencies of return return after discontinuation of treatment .	of term prophylactic oral @DRUG$ , in patients with frequent episodes of genital herpes simplex recurrence totally suppresses recurrences in the majority , subjects ; @DRUG$ with other infections responding to acyclovir latency viral of is not eradicated and pretreatment frequencies of , return after discontinuation Long treatment .	Long term prophylactic oral @DRUG$ , in patients with frequent episodes of genital herpes , totally suppresses recurrences in the majority of subjects ; @DRUG$ with other infections to acyclovir , viral is eradicated pretreatment frequencies of recurrence return after discontinuation of .	@DRUG$ is a long-term prophylactic oral medication that suppresses recurrences in the majority of patients with frequent episodes of genital herpes simplex. @DRUG$ is an oral medication that is used to treat other infections and is also effective in treating herpes simplex virus infections.	0
1	Cases of refractory depression might improve with a combination of @DRUG$ with other antidepressants, such as @DRUG$ or a SSRI.	Cases of refractory economic crisis might improve with a combination of @DRUG$ with other antidepressants , such as @DRUG$ or a ssri .	Cases of refractory depression might improve with a combination of @DRUG$ such as antidepressants , with other @DRUG$ or a SSRI .	Cases of depression might improve with a combination of @DRUG$ with other antidepressants , such as @DRUG$ a SSRI .	Cases of refractory depression might improve with a combination of @DRUG$ with other antidepressants, such as @DRUG$ or a SSRI.	0
0	@DRUG$ concentrations rose, and high density lipoprotein-@DRUG$ (HDL-C) fell in both groups.	@DRUG$ concentrations rose , and high tightness lipoprotein- @DRUG$ ( HDL - C ) fell in both groups .	@DRUG$ concentrations rose , and high density both @DRUG$ ( HDL - C ) fell in lipoprotein- groups .	@DRUG$ concentrations rose , and high density lipoprotein- @DRUG$ ( HDL - C fell in both groups .	As @DRUG$ concentrations increased, HDL-C levels decreased.	1
0	The peroxidase activity as followed with guaiacol and hydrogen peroxide and the @DRUG$-stimulated conversion of prostaglandin G1 to H1 were not dissociable @DRUG$ examined by isoelectric focusing, heat treatment, pH profile, and heme specificity.	The peroxidase activity as followed with guaiacol and atomic number  hydrogen peroxide and the @DRUG$ - stimulated conversion of prostaglandin G1 to H1 were not dissociable @DRUG$ examined by isoelectric focusing , passion treatment , pH visibility , and heme specificity .	with peroxidase activity as followed The guaiacol and hydrogen heat and the @DRUG$ - stimulated conversion of prostaglandin H1 to G1 were not dissociable @DRUG$ examined by isoelectric focusing , peroxide treatment , pH profile , and heme specificity .	The peroxidase activity as followed with guaiacol and hydrogen peroxide and @DRUG$ - stimulated conversion of prostaglandin G1 to H1 were not dissociable @DRUG$ examined by isoelectric focusing , heat treatment , pH profile , and heme specificity .	The peroxidase activity as followed with guaiacol and hydrogen peroxide and the @DRUG$ - stimulated conversion of prostaglandin G1 to H1 were not dissociable @DRUG$ examined by isoelectric focusing , heat treatment , pH profile , and heme	0
0	A total of 45 patients with generalized anxiety disorder were treated twice daily for 2 weeks, on a double-blind basis, with 0.5 mg etizolam, 0.5 @DRUG$ @DRUG$ or 3 mg bromazepam, and symptoms were assessed using Hamilton's rating scale for anxiety and Hamilton's rating scale for depression.	A total of xlv patients with generalized anxiety disorder were treated twice daily for deuce weeks , on a twofold - blind basis , with 0.5 magnesium etizolam , 0.5 @DRUG$ @DRUG$ or 3 magnesium bromazepam , and symptoms were assessed using Hamilton 's rating scale for anxiety and Hamilton 's rating scale for economic crisis .	A total of scale patients with generalized anxiety disorder depression treated twice daily were 2 weeks , on a double 3 blind basis , with 0.5 mg etizolam Hamilton 0.5 @DRUG$ @DRUG$ or - mg bromazepam , and symptoms were assessed using , 's rating 45 for anxiety and Hamilton 's rating scale for for .	A total of 45 patients with anxiety disorder were treated twice daily for 2 weeks on a double - blind basis , with mg etizolam , 0.5 @DRUG$ @DRUG$ or 3 bromazepam , symptoms were assessed using rating scale for anxiety and Hamilton 's rating scale for depression .	A total of 45 patients were treated with either 0.5 mg etizolam, 0.5 mg of a drug A plus drug B, or 3 mg of bromazepam, and symptoms were assessed using two different scales.	1
0	Furthermore, the drug appears to be more effective than isosorbide dinitrate 30 mg/day when used adjunctively in patients with angina pectoris poorly controlled by @DRUG$ 120 @DRUG$/day.	Furthermore , the drug appears to be more effective than isordil dinitrate 30 mg / clarence day when victimized adjunctively in patients with angina pectoris poorly controlled by @DRUG$ 120 @DRUG$ / clarence day .	, Furthermore the drug appears to be more effective than used dinitrate 30 mg / with when isosorbide adjunctively in patients day angina pectoris poorly controlled by @DRUG$ 120 @DRUG$ / day .	Furthermore , the drug to be more effective than dinitrate 30 mg / day when used adjunctively in patients with angina poorly controlled by @DRUG$ 120 @DRUG$ / day .	The drug appears to be more effective than isosorbide dinitrate 30 mg / day when used adjunctively in patients with angina pectoris poorly controlled by @DRUG$ 120 @DRUG$ / day .	0
0	Statin treatment represents the @DRUG$ standard in the reduction of low-density lipoprotein @DRUG$ and cardiovascular risk.	Statin treatment represents the @DRUG$ standard in the reduction of low density lipoprotein @DRUG$ and cardiovascular risk .	Statin treatment represents the @DRUG$ standard in low-density reduction of the lipoprotein @DRUG$ and cardiovascular risk .	Statin treatment represents the @DRUG$ standard in the reduction of low-density lipoprotein @DRUG$ and cardiovascular risk .	Statin treatment is the best way to reduce low-density lipoprotein levels and reduce the risk of cardiovascular disease.	1
0	@DRUG$, a urinary analgesic which discolors the urine @DRUG$, can be administered orally preoperatively.	@DRUG$ , a urinary analgesic which discolors the urine @DRUG$ , can be dish out orally preoperatively .	@DRUG$ , a urinary analgesic which discolors the urine @DRUG$ , can be preoperatively orally administered .	@DRUG$ , a urinary analgesic discolors the urine @DRUG$ , can be administered preoperatively .	@DRUG$ is a drug that is used to relieve pain, and it can also discolor the urine. @DRUG$ is a drug that is used to treat infections, and it can also discolor the urine.	0
0	Given the role APE1 plays in repairing oxidative and ionizing radiation DNA damage, the reports of lucanthone @DRUG$ an ionizing radiation enhancer and the potential use of lucanthone as an @DRUG$ endonuclease inhibitor, we examined whether lucanthone could inhibit APE1 endonuclease activity.	Given the persona APE1 plays in repairing oxidative and ionizing radiation desoxyribonucleic acid damage , the reports of lucanthone @DRUG$ an ionizing radiation enhancer and the potential use of lucanthone as an @DRUG$ endonuclease inhibitor , we essay whether lucanthone could subdue APE1 endonuclease activity .	Given the could APE1 plays in repairing oxidative and ionizing radiation DNA damage , the reports of lucanthone @DRUG$ an lucanthone radiation enhancer and the potential use we lucanthone as an @DRUG$ role inhibitor , of examined whether ionizing endonuclease inhibit APE1 endonuclease activity .	Given role APE1 plays in repairing oxidative and ionizing radiation DNA , reports of lucanthone @DRUG$ an ionizing radiation enhancer and the potential use of lucanthone as an @DRUG$ endonuclease inhibitor , we examined whether lucanthone could inhibit APE1 endonuclease activity .	Lucanthone, a drug known to enhance the effects of ionizing radiation, was found to also inhibit the activity of the enzyme APE1, which is responsible for repairing oxidative and ionizing radiation damage to DNA.	1
0	BACKGROUND: Although proxymetacaine and @DRUG$ produce topical ocular and spinal anesthesia, they have never been tested @DRUG$ cutaneous anesthetics.	BACKGROUND : Although proxymetacaine and @DRUG$ produce topical eyepiece and spinal anaesthesia , they have never been tested @DRUG$ cutaneous anesthetics .	BACKGROUND : Although proxymetacaine and @DRUG$ produce topical ocular cutaneous spinal anesthesia and they have never been tested @DRUG$ , anesthetics .	BACKGROUND : proxymetacaine and @DRUG$ produce topical and spinal anesthesia , they have never been tested @DRUG$ anesthetics .	Although proxymetacaine and @DRUG$ produce topical ocular and spinal anesthesia, they have never been tested as cutaneous anesthetics.	1
0	In contrast, @DRUG$ preincubation did not depress GLUT1 protein and activity levels or @DRUG$ recycling in astrocytes.	In counterpoint , @DRUG$ preincubation did not depress GLUT1 protein and activity levels or @DRUG$ recycling in astrocytes .	In contrast , @DRUG$ preincubation did GLUT1 depress not protein and activity levels or @DRUG$ recycling in astrocytes .	In contrast , @DRUG$ preincubation did depress GLUT1 protein and activity levels or @DRUG$ recycling in astrocytes .	@DRUG$ did not depress GLUT1 protein and activity levels or @DRUG$ recycling in astrocytes.	0
0	In postoperative AF, intravenous @DRUG$ also improved the chance of restoration of normal sinus rhythm (45% vs 15% with placebo; @DRUG$ = 0.0002).	In postoperative AF , intravenous @DRUG$ also improved the chance of renovation of normal venous sinus rhythm ( 45 % vs  % with placebo ; @DRUG$ = 0.0002 ) .	In postoperative restoration , intravenous @DRUG$ also improved the chance of AF with normal sinus rhythm ( 45 % vs 15 of % placebo ; @DRUG$ = 0.0002 ) .	In postoperative AF , intravenous @DRUG$ improved the chance of restoration of normal sinus rhythm ( 45 % vs 15 % placebo ; @DRUG$ = 0.0002 ) .	@DRUG$ is more likely to restore normal sinus rhythm than placebo in postoperative AF.	1
0	These compounds are reported for their antimicrobial and antifungal activities, and are subsequently highlighted @DRUG$ a potent mechanism-based inhibitor of several enzymes like acyl coenzyme A @DRUG$ acyltransferase, monoamine oxidase, heat shock protein 90, cathepsin D, and c-Jun N-terminal kinases.	These heighten are reported for their antimicrobial and antifungal activities , and are afterward highlighted @DRUG$ a potent mechanism - based inhibitor of several enzymes same acyl group coenzyme A @DRUG$ acyltransferase , monoamine oxidase , heat shock protein 90 , cathepsin D , and c- Jun N-terminal kinases .	D compounds are , for their antimicrobial and antifungal activities , and are subsequently highlighted @DRUG$ a potent mechanism - based inhibitor of several enzymes like acyl coenzyme reported @DRUG$ acyltransferase These monoamine oxidase , heat shock protein 90 , cathepsin , A and c- Jun N-terminal kinases .	These compounds are reported for their antimicrobial and antifungal activities , and are subsequently highlighted @DRUG$ potent mechanism - based inhibitor of several enzymes like acyl coenzyme A @DRUG$ acyltransferase , monoamine oxidase , heat shock protein 90 , cathepsin D , and c- Jun N-terminal kinases .	@DRUG$ is a potent inhibitor of several enzymes, including acyl coenzyme A acyltransferase, monoamine oxidase, heat shock protein 90, cathepsin D, and c-Jun N-terminal kinases. @DRUG$ is a potent antimicrobial and ant	0
0	RESULTS: Many kinds of SSRIs, such @DRUG$ @DRUG$, sertraline, paroxetine and citalopram, have widely been employed to treat PE.	RESULTS : Many kinds of SSRIs , such @DRUG$ @DRUG$ , sertraline , paroxetine and citalopram , have widely been employed to plow pe .	RESULTS : Many paroxetine of SSRIs , such @DRUG$ @DRUG$ , , , kinds and citalopram sertraline have widely been employed to treat PE .	RESULTS : Many kinds of SSRIs , such @DRUG$ @DRUG$ , paroxetine and citalopram , have widely to treat PE .	Many kinds of SSRIs, such as @DRUG$, @DRUG$, sertraline, paroxetine and citalopram, have widely been employed to treat PE.	0
0	This demand was satisfied by the discovery of presqualene pyrophosphate, an optically active C30 substituted cyclopropylcarbinyl pyrophosphate, the absolute configuration of which at all three asymmetric centers of the cyclopropane ring was deduced to be @DRUG$. Possible mechanisms for the biosynthesis of presqualene pyrophosphate and its reductive transformation into @DRUG$ are presented.	This demand was fill by the discovery of presqualene pyrophosphate , an optically active C30 substituted cyclopropylcarbinyl pyrophosphate , the absolute constellation of which at all triplet asymmetric centers of the cyclopropane ring was deduced to be @DRUG$ . Possible mechanism for the biosynthesis of presqualene pyrophosphate and its reductive transformation into @DRUG$ are submit .	This active was satisfied by the discovery of presqualene pyrophosphate , an optically demand C30 substituted was pyrophosphate , the absolute are of which at all three cyclopropylcarbinyl centers of the cyclopropane configuration asymmetric deduced to be @DRUG$ . Possible mechanisms for the biosynthesis of presqualene pyrophosphate and its reductive transformation into @DRUG$ ring presented .	This demand was satisfied by the discovery of pyrophosphate , an optically active C30 substituted cyclopropylcarbinyl pyrophosphate , the absolute configuration which at all three asymmetric centers of the cyclopropane ring was deduced be @DRUG$ . Possible mechanisms for the biosynthesis of presqualene pyrophosphate and its reductive transformation into @DRUG$ presented .	@DRUG$ is the molecule that is produced when presqualene pyrophosphate is reduced, and @DRUG$ is the molecule that is produced when DRUGA is reduced.	0
0	In some areas of the CNS, @DRUG$ seems to be @DRUG$-released with GABA, the main inhibitory amino acid neurotransmitter.	In some areas of the cns , @DRUG$ seems to be @DRUG$ - released with GABA , the main repressive amino acid neurotransmitter .	In some areas of the the , @DRUG$ seems to be @DRUG$ , released with GABA - CNS main inhibitory amino acid neurotransmitter .	In some areas of CNS , @DRUG$ seems to be @DRUG$ - released with , main inhibitory amino acid neurotransmitter .	In some areas of the CNS, @DRUG$ is released with GABA, the main inhibitory amino acid neurotransmitter.	1
0	The estimated cumulative incidence of the detection of one or more adenomas by year 3 was 60.7 percent for patients receiving placebo, as compared with 43.2 percent for those receiving 200 mg of celecoxib twice a day (risk ratio, 0.67; 95 percent confidence interval, 0.59 to 0.77; P<0.001) and 37.5 percent for those receiving 400 @DRUG$ of celecoxib twice a day (risk ratio, 0.55; 95 percent confidence interval, 0.48 to 0.64; @DRUG$<0.001).	The forecast cumulative incidence of the detection of one or more adenoma by year trey was 60.7 percent for patients receiving placebo , as compare with 43.2 percent for those receiving  milligram of celebrex double a day ( risk ratio , 0.67 ; 95 percent confidence interval , 0.59 to 0.77 ; P<0.001 ) and 37.5 percent for those receiving 400 @DRUG$ of celebrex double a day ( risk ratio , 0.55 ; 95 percent confidence interval , 0.48 to 0.64 ; @DRUG$ < 0.001 ) .	, estimated cumulative incidence of the detection of one or The adenomas by year 3 interval 60.7 percent for patients receiving placebo , as compared with 43.2 percent for those receiving mg 200 of celecoxib twice 95 day ; risk ratio , 0.67 ; a to confidence was more 0.59 to 0.77 ; P<0.001 ) and 37.5 percent for those receiving 400 @DRUG$ of celecoxib twice a day ( risk ratio , 0.55 ( 95 percent confidence interval , 0.48 percent 0.64 ; @DRUG$ < 0.001 ) .	The estimated cumulative incidence the of one more adenomas by year was 60.7 percent for patients receiving placebo , as compared with percent those receiving 200 mg of celecoxib a day ( risk ratio , 0.67 ; confidence interval , 0.59 to 0.77 ; P<0.001 ) and 37.5 percent for receiving 400 @DRUG$ of celecoxib twice a day ( risk ratio 0.55 ; 95 percent confidence interval , 0.48 to ; @DRUG$ < 0.001 ) .	The estimated cumulative incidence of the detection of one or more adenomas by year 3 was 60.7 percent for patients receiving placebo, as compared with 37.5 percent for those receiving 400 mg of celecoxib twice a day (risk ratio, 0.55; 95 percent confidence interval, 0	1
0	In vitro pharmacological assessment included inhibition of forskolin-stimulated cAMP accumulation and the reversal of this inhibition produced by dopamine in clonal CHO cell lines expressing high and low densities of human @DRUG$ D(2L) and @DRUG$(2S) receptors.	In vitro pharmacological assessment included inhibition of forskolin-stimulated cAMP aggregation and the reversal of this inhibition produced by dopamine in clonal CHO cell lines expressing high and broken densities of man @DRUG$ D ( 2L ) and @DRUG$ ( ii ) receptors .	In vitro and assessment included inhibition of forskolin-stimulated cAMP accumulation 2L the reversal of this inhibition clonal by dopamine in and CHO cell lines expressing high produced low densities of human @DRUG$ D ( pharmacological ) and @DRUG$ ( 2S ) receptors .	In vitro pharmacological assessment included inhibition forskolin-stimulated cAMP accumulation and the reversal of this inhibition produced dopamine in clonal CHO cell lines expressing high and low densities of human @DRUG$ D ( 2L ) and @DRUG$ ( receptors .	Drug A inhibits the production of cAMP in cells that express high levels of the @DRUG$ receptor, while Drug B reverses this inhibition in cells that express high levels of the @DRUG$ receptor.	0
0	The synthetic androgen 7alpha-methyl-@DRUG$ (@DRUG$) may offer advantages because it is resistant to 5alpha-reduction and is therefore less active at the prostate.	The synthetic androgen 7alpha-methyl - @DRUG$ ( @DRUG$ ) may offer advantage because it is resistant to 5alpha-reduction and is therefore lupus erythematosus active at the prostate .	The is androgen 7alpha-methyl synthetic @DRUG$ ( @DRUG$ ) may offer advantages because it is resistant to 5alpha-reduction and - therefore less active at the prostate .	The synthetic androgen 7alpha-methyl - @DRUG$ ( @DRUG$ ) may offer because it is resistant to and is therefore less active at the prostate .	@DRUG$ is a synthetic androgen that is resistant to 5alpha-reduction and is therefore less active at the prostate. @DRUG$ may offer advantages because it is resistant to 5alpha-reduction and is therefore less active at the prostate.	0
1	Many foods and medications, including @DRUG$ supplements, can interfere with @DRUG$ absorption.	Many foods and medications , admit @DRUG$ supplements , can interfere with @DRUG$ absorption .	Many foods and , medications including @DRUG$ supplements , can interfere with @DRUG$ absorption .	Many foods and medications , including @DRUG$ supplements , can interfere with @DRUG$ absorption .	Many foods and medications can interfere with @DRUG$ absorption.	1
0	Thus, @DRUG$ is a particularly worthwhile addition to the antihypertensive armamentarium, @DRUG$ an alternative for treatment of all grades of essential and renovascular hypertension.	Thus , @DRUG$ is a particularly worthwhile addition to the antihypertensive armamentarium , @DRUG$ an option for treatment of all tier of essential and renovascular hypertension .	Thus , @DRUG$ is a particularly worthwhile addition to the antihypertensive armamentarium , @DRUG$ an of for treatment of alternative grades all essential and renovascular hypertension .	Thus , @DRUG$ is a particularly addition to the antihypertensive armamentarium , @DRUG$ an alternative for treatment of all grades of essential and renovascular hypertension .	@DRUG$ is a better option for treating hypertension than @DRUG$, but DRUGB may be used as an alternative in cases where DRUGA is not available or is not tolerated.	0
1	METHODS: We performed a randomized, double-blind, multicenter study to test the efficacy of @DRUG$ (600 mg/d) versus aspirin (325 mg/d) for prevention of vascular events in patients with stroke or transient ischemic attack (Triflusal versus @DRUG$ in Cerebral Infarction Prevention [TACIP]).	method : We performed a randomise , double - blind , multicenter study to test the efficacy of @DRUG$ ( 600 mg / d ) versus aspirin ( 325 mg / d ) for prevention of vascular events in patient with solidus or transient ischemic lash out ( Triflusal versus @DRUG$ in Cerebral Infarction Prevention [ TACIP ] ) .	METHODS : We performed blind randomized , double - a , Prevention study to test ( efficacy of @DRUG$ the 600 mg / d ) versus aspirin ( 325 mg Cerebral d ) for prevention of vascular events in versus with stroke or transient ischemic attack ( Triflusal patients @DRUG$ in / Infarction multicenter [ TACIP ] ) .	: We performed a randomized , double - blind , multicenter study to test the efficacy @DRUG$ ( 600 mg / d ) versus aspirin ( 325 mg / d for prevention of vascular events in patients with stroke or transient ischemic attack ( Triflusal versus @DRUG$ in Cerebral Infarction Prevention [ TACIP ] ) .	We performed a study to test the efficacy of @DRUG$ (600 mg/d) versus aspirin (325 mg/d) for prevention of vascular events in patients with stroke or transient ischemic attack.	1
0	@DRUG$ (beta-@DRUG$-2'deoxythymidine) is a thymidine analogue that belongs to a new class of beta-L-configuration nucleoside analogues with specific activity against hepadnavirus.	@DRUG$ ( beta-@DRUG$ -2'deoxythymidine ) is a thymidine analogue that belongs to a young class of beta-L-configuration nucleoside analogue with specific activity against hepadnavirus .	@DRUG$ ( beta-@DRUG$ -2'deoxythymidine that is a thymidine analogue ) belongs to a new class of beta-L-configuration nucleoside analogues with activity specific against hepadnavirus .	@DRUG$ ( beta-@DRUG$ ) is a thymidine analogue that belongs to a new of beta-L-configuration nucleoside analogues specific activity against hepadnavirus .	@DRUG$ is a drug that is related to @DRUG$, which is a drug that is specifically active against hepadnavirus .	0
0	Patients with untreated MM received four 21-@DRUG$ cycles of PAD, comprising bortezomib 1.3 mg/@DRUG$(2) on days 1, 4, 8 and 11, along with dexamethasone 40 mg on days 1-4, 8-11 and 15-18 during cycle 1 and days 1-4 during cycles 2-4.	Patients with untreated millimetre received quatern 21 - @DRUG$ cycles of PAD , comprising bortezomib 1.3 mg / @DRUG$ ( two ) on days 1 , quaternion , 8 and 11 , along with dexamethasone twoscore mg on days 1 - quaternion , 8- 11 and 15 - 18 during pedal 1 and days 1 - quaternion during cycles 2- quaternion .	Patients with untreated MM received four 21 - @DRUG$ cycles of PAD , comprising bortezomib 1 mg / @DRUG$ ( 2- ) on days 1 cycle 4 1.3 8 and 11 , - with dexamethasone 40 mg on days 1 4 4 , 8- 11 and 15 along 18 during , 1 and days , - 4 during cycles 2 - .	Patients with untreated MM received four 21 - @DRUG$ cycles of PAD , comprising bortezomib 1.3 mg / @DRUG$ ( 2 ) on days 1 , 4 , 8 and 11 , along with dexamethasone 40 mg on days 1 - 4 , 8- 11 and - 18 during cycle and days 1 4 during cycles 2- 4 .	Patients with untreated MM received four 21 - @DRUG$ cycles of PAD , comprising bortezomib 1.3 mg / @DRUG$ ( 2 ) on days 1 , 4 , 8 and 11 , along with dexamethasone 40 mg on days 1 - 4 , 8	0
1	However, @DRUG$ did not prevent [3H]@DRUG$ binding to unassembled tubulin at concentrations < or = 100 microM, and only weakly inhibited binding of [3H]vinblastine or [3H]vinorelbine.	even so , @DRUG$ did not prevent [ 3H ] @DRUG$ binding to unassembled tubulin at immersion < or = 100 microM , and only weakly bottle up binding of [ 3H ] vinblastine or [ 3H ] vinorelbine .	However 3H @DRUG$ did not prevent [ , ] ] binding to unassembled tubulin at concentrations < or = 100 microM , and only weakly or binding of [ 3H @DRUG$ vinblastine inhibited [ 3H ] vinorelbine .	However @DRUG$ did not prevent [ 3H @DRUG$ binding to unassembled tubulin at concentrations < = 100 microM , and only weakly inhibited [ 3H ] vinblastine or [ ] vinorelbine .	However, @DRUG$ did not prevent [3H]@DRUG$ binding to unassembled tubulin at concentrations < or = 100 microM, and only weakly inhibited binding of [3H]vinblastine or [3H]vinorelbine.	0
1	PURPOSE: A multicenter, single-arm study examining efficacy and toxicity of @DRUG$ combined with @DRUG$ was conducted in patients with recurrent or refractory non-Hodgkin's lymphoma.	resolve : deoxyadenosine monophosphate multicenter , single - sleeve study examining efficacy and toxicity of @DRUG$ combined with @DRUG$ was conducted in patients with recurrent or refractory non-Hodgkin 's lymphoma .	multicenter or A PURPOSE , single toxicity arm study examining efficacy and - of @DRUG$ combined with @DRUG$ was conducted in patients with recurrent : refractory non-Hodgkin 's lymphoma .	: A multicenter , single - arm study examining efficacy and toxicity of @DRUG$ combined with @DRUG$ was in patients with recurrent or refractory non-Hodgkin 's lymphoma .	A multicenter, single-arm study examining efficacy and toxicity of @DRUG$ combined with @DRUG$ was conducted in patients with recurrent or refractory non-Hodgkin's lymphoma.	0
0	Urinary free @DRUG$ excretion decreased from 277 to 88 microgram/24 h (@DRUG$ less than 0.01), and 0800 h plasma cortisol levels declined from 25.0 to 12.0 microgram/dl (P less than 0.05).	Urinary free @DRUG$ excretion decreased from 277 to 88 microgram / twenty four h ( @DRUG$ to a lesser extent than 0.01 ) , and 0800 h plasma cortisol levels worsen from 25.0 to 12.0 microgram / decilitre ( P to a lesser extent than 0.05 ) .	less free @DRUG$ excretion decreased from 277 to 88 microgram / 24 h 25.0 @DRUG$ ( than 0.01 ) , and 0800 h plasma cortisol levels declined 12.0 ( to from microgram / dl Urinary P less than 0.05 ) .	Urinary free @DRUG$ excretion decreased from 277 to 88 microgram / 24 h ( @DRUG$ less than 0.01 ) , and 0800 h plasma levels declined from 25.0 to 12.0 microgram / dl ( P less 0.05 ) .	Urinary free @DRUG$ excretion decreased when @DRUG$ was administered, and 0800 h plasma cortisol levels declined.	0
0	BACKGROUND AND OBJECTIVE: @DRUG$, a novel potent inhibitor of protein kinase C enzyme and class III receptor tyrosine kinases, including Fms-like @DRUG$ kinase-3 (FLT3) and c-KIT, shows time-dependent pharmacokinetics in human subjects, presumably due to enzyme auto-induction.	BACKGROUND AND OBJECTIVE : @DRUG$ , a novel potent inhibitor of protein kinase C enzyme and class III receptor tyrosine kinases , let in Fms-like @DRUG$ kinase - 3 ( FLT3 ) and c-KIT , bear witness time - dependent pharmacokinetics in human study , presumably referable to enzyme auto-induction .	BACKGROUND AND auto-induction : @DRUG$ , a novel - inhibitor of subjects kinase C enzyme and class III receptor potent kinases , including Fms-like @DRUG$ kinase tyrosine 3 ( FLT3 ) and c-KIT , shows time - dependent pharmacokinetics in human protein , presumably due to enzyme OBJECTIVE .	BACKGROUND AND OBJECTIVE : @DRUG$ , a novel potent inhibitor of protein kinase C enzyme and class III receptor tyrosine kinases , including Fms-like @DRUG$ kinase 3 FLT3 ) and c-KIT , shows time - dependent pharmacokinetics in human subjects , presumably due to enzyme auto-induction .	@DRUG$ is a potent inhibitor of protein kinase C enzyme and class III receptor tyrosine kinases, including Fms-like @DRUG$ kinase-3 (FLT3) and c-KIT. DRUGA shows time-dependent pharmacokinetics in human subjects,	0
0	The most frequent reactions were to nickel sulfate (26.8%), followed by @DRUG$ @DRUG$ (9%), cocamidopropylbetaine (7.2%), cobalt chloride (6.2%), neomycin sulfate (5%), and methylchloroisothiazolinone/methylisothiazolinone (4.4%).	The most shop at response were to nickel sulphate ( 26.8 % ) , play along by @DRUG$ @DRUG$ ( 9 % ) , cocamidopropylbetaine ( 7.2 % ) , cobalt chloride ( 6.2 % ) , neomycin sulphate ( five % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 4.4 % ) .	The most frequent reactions were to nickel sulfate ( / % ) , by 9 @DRUG$ @DRUG$ ( followed % ) , cocamidopropylbetaine ( 7.2 % ) , cobalt chloride ( 6.2 % ) , neomycin sulfate ( 5 % , ) and methylchloroisothiazolinone 26.8 methylisothiazolinone ( 4.4 % ) .	The most frequent reactions were to nickel ( 26.8 % ) , followed @DRUG$ @DRUG$ ( 9 % ) , ( 7.2 % ) , cobalt chloride ( 6.2 % ) , neomycin ( 5 % ) , and methylchloroisothiazolinone / methylisothiazolinone 4.4 % ) .	The most frequent reactions were to nickel sulfate ( 26.8 % ) , followed by @DRUG$ ( 9 % ) , cocamidopropylbetaine ( 7.2 % ) , cobalt chloride ( 6.2 % ) , neomycin sulfate ( 5 % )	1
0	When comparing week 48 to baseline, in placebo-treated patients (n=500), confirmed disability progression was associated with a 6.0-point worsening (p<0.0001) of MSIS-29 physical scores, relative to a 1.9-point worsening (@DRUG$=0.044) with @DRUG$ every 2 weeks (n=512).	When liken week 48 to baseline , in placebo-treated patients ( n=500 ) , confirmed impairment progression was associated with a 6.0 - indicate worsening ( p< 0.0001 ) of MSIS - 29 physical loads , relative to a 1.9 - indicate worsening ( @DRUG$=0.044 ) with @DRUG$ every two weeks ( n= 512 ) .	When comparing week 48 to baseline , in placebo-treated patients ( n=500 512 , confirmed disability progression was associated with a 6.0 - worsening worsening ( p< 0.0001 ) of MSIS - 29 physical scores 1.9 relative to a , - @DRUG$=0.044 point ( point ( with @DRUG$ every 2 weeks ) n= ) ) .	When comparing week 48 to baseline , in placebo-treated patients ( n=500 ) , confirmed disability progression was with a 6.0 - point worsening ( p< ) of MSIS - 29 physical scores to a 1.9 - point worsening ( @DRUG$=0.044 ) with @DRUG$ every 2 ( n= ) .	When comparing week 48 to baseline, in placebo-treated patients, confirmed disability progression was associated with a 6.0-point worsening (p<0.0001) of MSIS-29 physical scores, relative to a 1.9-point worsening (@DRUG$=0.044) with	1
0	Combination therapy with capecitabine 1,250 mg/m(2) twice daily for 2 weeks of every 3-week cycle plus intravenous docetaxel 75 mg/@DRUG$(2) on day one of each cycle was superior to intravenous monotherapy with docetaxel 100 @DRUG$/m(2) on day one of each cycle.	Combination therapy with capecitabine 1,250 mg / m( two ) doubly daily for two weeks of every 3 - week cycle summation endovenous docetaxel 75 mg / @DRUG$ ( two ) on mean solar day one of each cycle was superior to endovenous monotherapy with docetaxel 100 @DRUG$ / m( two ) on mean solar day one of each cycle .	Combination therapy with m( 1,250 mg / capecitabine 2 docetaxel twice daily on 2 weeks of every 3 - week cycle plus ) intravenous 75 mg on @DRUG$ ( 2 ) / day one of each cycle was superior to intravenous monotherapy with docetaxel 100 @DRUG$ / m( 2 ) for day one of each cycle .	Combination therapy with capecitabine mg / m( 2 ) twice daily for 2 weeks of every 3 - week cycle plus intravenous docetaxel mg / @DRUG$ ( 2 ) on day one of each cycle was superior to intravenous monotherapy with docetaxel 100 @DRUG$ / m( 2 ) on day one of each cycle .	Combination therapy with capecitabine 1,250 mg / m( 2 ) twice daily for 2 weeks of every 3 - week cycle plus intravenous docetaxel 75 mg / @DRUG$ ( 2 ) on day one of each cycle was superior to intravenous monotherapy with docet	1
0	Since colonic bacteria produce @DRUG$-@DRUG$, we asked the question whether there are transport mechanisms in the colon that might make this exogenously produced D-serine available to the host.	Since colonic irrigation bacteria acquire @DRUG$ - @DRUG$ , we asked the question whether there are transport mechanisms in the colon that might make this exogenously bring out D-serine available to the host .	Since D-serine bacteria we @DRUG$ - @DRUG$ that produce asked the question whether there are transport mechanisms in the colon , might make this exogenously produced colonic available to the host .	Since colonic bacteria produce @DRUG$ @DRUG$ , asked the question whether there transport mechanisms in the colon that might make this exogenously D-serine available to the .	Since colonic bacteria produce @DRUG$, and DRUGA can be converted into D-serine, we asked the question whether there are transport mechanisms in the colon that might make this exogenously produced D-serine available to the host.	1
0	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): @DRUG$, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): @DRUG$; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within xxv twelvemonth after azt ( tierce ' - azido - 2',3'- dideoxythymidine , azt ) was beginning described as an inhibitor of HIV replication , xxv anti-HIV drugs have been formally approved for clinical use in the discourse of HIV transmission : septenary nucleoside reversion transcriptase inhibitors ( nrti ) : azt , dideoxyinosine , ddc , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reversion transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reversion transcriptase inhibitors ( NNRTIs ) : nevirapine , rescriptor , efavirenz and etravirine ; ten protease inhibitors ( private eye ) : @DRUG$ , ritonavir , crixivan , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : @DRUG$ ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years inhibitor zidovudine ( 3 ' - , - 2',3'- dideoxythymidine , fusion ) was first described as an inhibitor NtRTI HIV replication , co-receptor anti-HIV drugs have been formally approved for clinical use CRI the treatment of HIV ( : seven nucleoside reverse transcriptase integrase inhibitors NRTIs ) : zidovudine , 25 , zalcitabine , stavudine , oral azido abacavir and emtricitabine ; one nucleotide reverse and inhibitor etravirine of ) : tenofovir [ in its lamivudine prodrug form : tenofovir INI fumarate , TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : disoproxil , delavirdine , efavirenz and ( ; ten protease ( ( PIs ) : @DRUG$ , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir ( atazanavir , fosamprenavir , tipranavir and darunavir ; one AZT inhibitor ( FI ) : @DRUG$ ; one didanosine after infections in ) : maraviroc transcriptase one inhibitors inhibitor ( nevirapine ) : raltegravir .	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have formally approved for in the treatment of HIV infections : nucleoside reverse transcriptase inhibitors NRTIs ) zidovudine , didanosine , , lamivudine , and emtricitabine one reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) four non-nucleoside reverse transcriptase inhibitors ( NNRTIs : nevirapine , delavirdine , efavirenz and etravirine ; ten inhibitors ( PIs ) : @DRUG$ , ritonavir , indinavir , nelfinavir , , lopinavir , atazanavir , fosamprenavir , tipranavir and ; one fusion inhibitor ( FI ) : @DRUG$ ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	There are currently 26 drugs approved for the treatment of HIV infections, 25 of which are anti-HIV drugs and one of which is a fusion inhibitor. The 25 anti-HIV drugs are divided into seven nucleoside reverse transcriptase inhibitors (NRTIs), one nucleotide reverse transcriptase	1
0	Consistent with the inhibition of FBPase, glucose-lowering was associated with an accumulation of hepatic @DRUG$-@DRUG$ 1,6-bisphosphate and a reduction in hepatic d-fructose 6-phosphate.	Consistent with the prohibition of FBPase , glucose-lowering was associated with an accumulation of hepatic @DRUG$ - @DRUG$ 1,6 - bisphosphate and a diminution in hepatic d-fructose 6 - inorganic phosphate .	Consistent with the inhibition - FBPase , glucose-lowering was hepatic with an accumulation of hepatic @DRUG$ of @DRUG$ 1,6 - bisphosphate associated a reduction in and d-fructose 6 - phosphate .	Consistent with the inhibition of FBPase , glucose-lowering was associated an accumulation of @DRUG$ - @DRUG$ 1,6 - bisphosphate and a reduction in hepatic d-fructose 6 - .	The more @DRUG$ there is, the less @DRUG$ there is, and vice versa.	0
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, @DRUG$, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzocaine, p-tert-butylphenol @DRUG$ resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and chloroxylenol.	During the same period of study , there were meaning diminution in favourableness rates to neomycin , bouquet mix I , methanal , thiuram mix , cinnamic aldehyde , @DRUG$ , epoxy resin , diazolidinyl carbamide , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol @DRUG$ resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide methanal resin , budesonide , dissipate blue 106 , mercapto mix , and chloroxylenol .	During the same cocamidopropyl of study , there were chloroxylenol decreases in positivity , formaldehyde neomycin rates fragrance mix I , glutaraldehyde , thiuram mix , cinnamic aldehyde , @DRUG$ , epoxy resin amidoamine diazolidinyl urea , , , ethylenediamine , benzocaine , p-tert- butylphenol @DRUG$ resin , dimethylol dimethyl hydantoin , period betaine , formaldehyde , mercaptobenzothiazole , tosylamide to resin , budesonide , disperse blue 106 , mercapto mix , and significant .	During the same period study , there were significant decreases in positivity rates to neomycin , fragrance mix I , formaldehyde , thiuram mix , cinnamic , @DRUG$ epoxy resin , diazolidinyl urea , amidoamine , ethylenediamine , benzocaine , butylphenol @DRUG$ resin , hydantoin cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , disperse blue 106 , mercapto mix , and .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, @DRUG$, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzoc	1
0	Synthesis of @DRUG$-threo-3,4-dihydroxyphenylserine (L-threo-@DRUG$) with thermostabilized low-specific L-threonine aldolase from Streptomyces coelicolor A3(2).	synthetic thinking of @DRUG$ - threo -3,4-dihydroxyphenylserine ( L-threo - @DRUG$ ) with thermostabilized low-specific L-threonine aldolase from streptomyces coelicolor A3 ( 2 ) .	Synthesis of @DRUG$ - threo -3,4-dihydroxyphenylserine ( L-threo L-threonine @DRUG$ ) with thermostabilized low-specific - aldolase from Streptomyces coelicolor A3 2 ( ) .	Synthesis of @DRUG$ - threo -3,4-dihydroxyphenylserine ( L-threo - @DRUG$ with low-specific L-threonine aldolase from Streptomyces A3 ( 2 .	@DRUG$ is synthesized from L-threonine and phenylalanine using a thermostabilized aldolase enzyme from the Streptomyces coelicolor A3 bacteria.	1
1	By utilizing noradrenaline and 5-HT for its anti-obesity effects, @DRUG$ is differentiated from other weight-reducing drugs which act through either @DRUG$ alone or noradrenaline + dopamine.	By utilizing norepinephrine and cinque - HT for its anti-obesity effects , @DRUG$ is differentiated from other weight - reducing drugs which act through either @DRUG$ lonely or norepinephrine + dopamine .	is through noradrenaline and 5 - HT for its anti-obesity which , @DRUG$ By differentiated from other weight - reducing drugs effects act utilizing either @DRUG$ alone or noradrenaline + dopamine .	By utilizing noradrenaline and 5 - HT for anti-obesity effects , @DRUG$ is differentiated other weight - reducing drugs which act through either @DRUG$ alone or noradrenaline + dopamine .	@DRUG$ is different from other weight-reducing drugs in that it uses noradrenaline and 5-HT (serotonin) to achieve its effects, while other drugs may use either @DRUG$ or noradrenaline + dopamine.	0
0	All four had the @DRUG$ initial 2-month intensive phase of streptomycin, isoniazid, rifampicin and @DRUG$ (SHRZ).	All four had the @DRUG$ initial 2 - month intensifier phase of streptomycin , nydrazid , rifampicin and @DRUG$ ( SHRZ ) .	All four had the @DRUG$ rifampicin , - month intensive phase of streptomycin 2 isoniazid , initial and @DRUG$ ( SHRZ ) .	All four had the @DRUG$ 2 - month intensive phase of streptomycin isoniazid , rifampicin @DRUG$ ( SHRZ ) .	All four had the @DRUG$ initial 2 - month intensive phase of streptomycin , isoniazid , rifampicin and @DRUG$ ( SHRZ ) .	0
0	@DRUG$, known @DRUG$ retigabine in Europe, is an ethyl N-(2-amino-4-[{fluorophenyl}methlamino]phenylcarbamate).	@DRUG$ , known @DRUG$ retigabine in eu , is an ethyl group N-( 2- amino-4 -[ { fluorophenyl}methlamino ] phenylcarbamate ) .	@DRUG$ , known @DRUG$ retigabine in Europe , is an ) N-( 2- amino-4 ethyl { fluorophenyl}methlamino ] phenylcarbamate -[ .	@DRUG$ , known @DRUG$ retigabine in Europe , is an ethyl N-( 2- amino-4 -[ { fluorophenyl}methlamino ] phenylcarbamate ) .	@DRUG$ is an ethyl N-( 2- amino-4 -[ { fluorophenyl}methlamino ] phenylcarbamate ) that is known as @DRUG$ retigabine in Europe .	0
0	It is concluded that: (a) (99m)Tc-P uptake in acutely infarcted myocardium, and possibly other types of soft tissue damage, is limited to necrotic and severely injured cells; (b) concentration of (99m)Tc-@DRUG$ results from selective adsorption of (99m)Tc-P with various forms of tissue calcium stores, including amorphous calcium phosphate, crystalline hydroxyapatite, and @DRUG$ complexed with myofibrils and other macromolecules, possibly supplemented by calcium-independent complexing with organic macromolecules; and (c) lack of a linear relationship between (99m)Tc-P and tissue calcium levels mainly results from local differences in composition and physicochemical properties of tissue calcium stores and from local variations in levels of blood flow for delivery of (99m)Tc-P agents.	It is concluded that : ( a ) ( 99 m ) technetium - P uptake in acutely infarcted myocardium , and possibly other types of soft weave damage , is limited to necrotic and gravely injured cells ; ( atomic number  ) assiduity of ( 99 m ) Tc- @DRUG$ results from selective adsorption of ( 99 m ) technetium - P with diverse forms of weave ca stores , including amorphous ca phosphate , crystalline hydroxyapatite , and @DRUG$ complexed with myofibrilla and other supermolecule , possibly supplemented by ca - sovereign complexing with organic supermolecule ; and ( c ) lack of a linear relationship between ( 99 m ) technetium - P and weave ca levels principally results from local differences in composition and physicochemical place of weave ca stores and from local sport in levels of roue flow for legal transfer of ( 99 m ) technetium - P agents .	It is concluded that for ( a other ( Tc m ) is - P a in acutely infarcted myocardium , myofibrils possibly ) ( of soft tissue damage , 99 limited to necrotic and severely injured cells ; types b : concentration macromolecules ( 99 m ) Tc- @DRUG$ results from of adsorption and ( 99 m ) ( - P with various forms of tissue calcium stores , including amorphous calcium phosphate , crystalline hydroxyapatite , and @DRUG$ between with selective and other of , possibly supplemented by calcium - independent complexing with organic macromolecules ; and ( c ) lack of uptake linear relationship complexed Tc 99 m ) Tc - P and calcium tissue levels mainly results from local differences in composition and physicochemical properties of tissue calcium stores and from local blood in levels of variations flow ) delivery of ( 99 m ) Tc - P agents .	is concluded : ( a ) ( 99 m ) Tc - P uptake in acutely infarcted myocardium , possibly other types soft tissue , is limited to necrotic severely injured ; ( b ) concentration of ( 99 m ) Tc- @DRUG$ results from selective adsorption of ( 99 m ) Tc - P with various forms tissue calcium stores , including amorphous calcium phosphate , crystalline hydroxyapatite , and @DRUG$ complexed with myofibrils and other macromolecules , possibly supplemented by calcium - independent complexing with organic macromolecules ; and c of a linear relationship ( 99 m ) Tc - P and tissue calcium levels mainly results from local differences in composition and physicochemical properties of tissue calcium stores and local variations in levels of blood flow delivery ( 99 ) Tc - P agents .	@DRUG$ selectively adsorbs (99m)Tc-P with various forms of tissue calcium stores, including amorphous calcium phosphate, crystalline hydroxyapatite, and @DRUG$ complexed with myofibrils and other macromolecules. This results in a	0
0	Various neurotransmitters, including @DRUG$, norepinephrine, @DRUG$, serotonin, excitatory and inhibitory amino acids, adenosine triphosphate, nitric oxide, and neuropeptides, have been implicated in the neural regulation of the lower urinary tract.	Various neurotransmitters , let in @DRUG$ , noradrenaline , @DRUG$ , serotonin , excitatory and inhibitory amino lucy in the sky with diamonds , adenosine triphosphate , azotic oxide , and neuropeptides , have been implicated in the neural regulation of the lower urinary tract .	Various , nitric amino @DRUG$ , norepinephrine neurotransmitters @DRUG$ , serotonin , excitatory and inhibitory , acids , adenosine triphosphate including , oxide , and neuropeptides , have been implicated in the neural regulation of the lower urinary tract .	neurotransmitters , including @DRUG$ , norepinephrine @DRUG$ , serotonin , excitatory and inhibitory amino acids , adenosine triphosphate , nitric oxide , and neuropeptides , have implicated in the neural of the lower urinary tract .	Various neurotransmitters, including @DRUG$, norepinephrine, @DRUG$, serotonin, excitatory and inhibitory amino acids, adenosine triphosphate, nitric oxide, and neuropeptides, have been implicated in the neural regulation of the lower urinary tract	0
0	Overall, 15.2% to 24.0% and 21.5% to 27.2% of subjects experienced nausea or vomiting with @DRUG$ 0.5 and 1.0 @DRUG$, respectively, versus 6.0% to 14.1% with comparators.	boilersuit , 15.2 % to 24.0 % and 21.5 % to 27.2 % of subjects see nausea or vomiting with @DRUG$ 0.5 and 1.0 @DRUG$ , severally , versus 6.0 % to 14.1 % with comparators .	Overall , 15.2 % to 24.0 % and 21.5 % to with % of to experienced subjects or vomiting 27.2 @DRUG$ 0.5 and 1.0 @DRUG$ , respectively , versus 6.0 % nausea 14.1 % with comparators .	Overall , 15.2 % to 24.0 and 21.5 % to 27.2 % of subjects experienced nausea or vomiting with @DRUG$ 0.5 and 1.0 @DRUG$ , respectively , versus 6.0 % to 14.1 % with .	Overall, 15.2% to 24.0% and 21.5% to 27.2% of subjects experienced nausea or vomiting with @DRUG$ 0.5 and 1.0 @DRUG$, respectively, versus 6.0% to 14.1% with comparators.	0
0	This work honoring the memory of Steve Hebert presents a brief review of our current knowledge about salt and water homeostasis generated as a consequence of cloning the cotransporter, with particular emphasis on the molecular biology, physiological properties, human disease due to decreased or increased activity of the cotransporter, and regulation of the cotransporter by a family of serine/@DRUG$ kinases known @DRUG$ WNK.	This study honoring the store of Steve Hebert salute a brief brushup of our current knowledge about salt and water homeostasis generated as a consequence of clone the cotransporter , with particular emphasis on the molecular biota , physiological properties , human disease due to decreased or increased activity of the cotransporter , and regulation of the cotransporter by a home of serine / @DRUG$ kinases known @DRUG$ WNK .	This work honoring Steve memory of the Hebert biology a brief review of our of knowledge about salt serine water homeostasis generated as molecular consequence current cloning the cotransporter , with and emphasis on the decreased presents , physiological properties , human disease due to a or increased activity of the cotransporter , particular regulation of the cotransporter by a family of and / @DRUG$ kinases known @DRUG$ WNK .	This work the memory of Steve Hebert presents a brief review of our current knowledge about water homeostasis generated as a consequence of cloning the cotransporter , with particular emphasis the molecular , properties , human disease due to decreased or activity of the cotransporter , and regulation of the cotransporter by family of serine @DRUG$ kinases known @DRUG$ WNK .	Our current knowledge about salt and water homeostasis is based on research that has been conducted on a cotransporter called @DRUG$. This cotransporter is responsible for transporting salt and water in and out of cells, and its activity can be affected by a family of serine/	1
0	Based on these characterization studies, including C-11 labeled desipramine (DMI), 2-hydroxydesipramine (HDMI), talopram, @DRUG$, @DRUG$ (Nis), oxaprotiline (Oxap), lortalamine (Lort) and C-11 and F-18 derivatives of reboxetine (RB), methylreboxetine (MRB) and their individual (R, R) and (S, S) enantiomers, in conjunction with studies with radiolabeled 4-iodo-tomoxetine and 2-iodo-nisoxetine, we have identified the superiority of (S, S)-[(11)C]MRB and the suitability of the MRB analogs as potential NET ligands for PET.	establish on these characterization take , including C-11 labeled desipramine ( DMI ) , 2-hydroxydesipramine ( HDMI ) , talopram , @DRUG$ , @DRUG$ ( nickel ) , oxaprotiline ( Oxap ) , lortalamine ( Lort ) and C-11 and F -18 derivatives of edronax ( RB ) , methylreboxetine ( MRB ) and their individual ( gas constant , gas constant ) and ( S , S ) enantiomer , in connective with take with radiolabeled quartet - iodo - tomoxetine and deuce - iodo - nisoxetine , we have identified the superiority of ( S , S ) - [ ( 11 ) C ] MRB and the suitability of the MRB analogs as potential final ligand for deary .	Based on these characterization studies S and C-11 labeled desipramine ( DMI ) ) 2-hydroxydesipramine ( HDMI ) , talopram , @DRUG$ , @DRUG$ ( Nis - , oxaprotiline ( Oxap ) , enantiomers ( Lort ) and C-11 , F -18 derivatives tomoxetine reboxetine ( RB , , methylreboxetine ( MRB MRB and their individual - R , R ) and ( S and , ) lortalamine , in conjunction with studies with radiolabeled 4 - iodo - of including 2 ) iodo ( MRB , we have identified the superiority of ( S , S ) - [ ( 11 ) C ] nisoxetine and the suitability of the ) analogs as potential NET ligands for PET .	characterization studies , including C-11 labeled desipramine ( DMI ) , 2-hydroxydesipramine ( , talopram , @DRUG$ , @DRUG$ ( ) , oxaprotiline Oxap ) , lortalamine ( ) and C-11 F -18 derivatives of reboxetine ( RB , methylreboxetine MRB ) and their individual ( R , R ) and ( S S enantiomers conjunction with studies with radiolabeled 4 - iodo - tomoxetine and 2 - iodo , we have identified the superiority of ( S S - [ ( 11 ) C ] MRB and suitability of the analogs as potential NET ligands for PET .	Based on these characterization studies, including C-11 labeled desipramine (DMI), 2-hydroxydesipramine (HDMI), talopram, @DRUG$, @DRUG$ (Nis), oxaprotiline (Oxap), lortalamine (	0
0	When comparing patients who did and did not receive TPM as the last drug, no statistically significant difference was found for any of the variables considered; similarly, no difference was found comparing patients receiving TPM as the last drug and achieving SE control with those receiving @DRUG$ @DRUG$ the last drug but without termination of SE.	When comparing patients who did and did not receive TPM as the last do drugs , no statistically significant difference was found for any of the variable quantity see ; similarly , no difference was found comparing patients receiving TPM as the last do drugs and achieve sou east assure with those receiving @DRUG$ @DRUG$ the last do drugs but without termination of sou east .	When comparing patients who considered and no not receive TPM as the last drug , did statistically and drug was but for any of the variables did ; similarly comparing no difference was found , patients receiving TPM as the last difference significant achieving SE control with those receiving @DRUG$ @DRUG$ the last drug found without termination of SE .	comparing patients who did and did not receive TPM as the last drug , no statistically significant difference was found any the variables considered ; similarly no difference was found comparing patients receiving TPM as the last drug and SE control with those receiving @DRUG$ @DRUG$ the last drug but without termination of SE	There is no statistically significant difference between patients who did and did not receive TPM as the last drug, or between patients receiving TPM as the last drug and achieving SE control with those receiving @DRUG$ @DRUG$ the last drug but without termination of SE.	0
0	Pharmacokinetics of @DRUG$ @DRUG$ versus penicillin G potassium and procaine hydrochloride in horses.	Pharmacokinetics of @DRUG$ @DRUG$ versus penicillin G potassium and ethocaine hydrochloride in horses .	horses of @DRUG$ @DRUG$ versus penicillin G potassium and procaine hydrochloride in Pharmacokinetics .	Pharmacokinetics of @DRUG$ @DRUG$ penicillin G potassium and procaine hydrochloride in horses .	The pharmacokinetics of @DRUG$ @DRUG$, or how the drug is absorbed, distributed, metabolized, and excreted, was studied in horses compared to penicillin G potassium and procaine hydrochloride.	0
0	BACKGROUND: Lactitol (4-beta-@DRUG$: -galactopyranosyl-D: -glucitol) is a sugar @DRUG$ used as a sweetener.	backcloth : Lactitol ( 4- beta-@DRUG$ : - galactopyranosyl -D : - glucitol ) is a sugar @DRUG$ utilize as a sweetener .	a : Lactitol ( 4- ) : - galactopyranosyl -D : - glucitol beta-@DRUG$ is BACKGROUND sugar @DRUG$ used as a sweetener .	BACKGROUND : Lactitol ( 4- beta-@DRUG$ - galactopyranosyl -D : - glucitol ) is a @DRUG$ used a sweetener .	Lactitol is a sugar @DRUG$ used as a sweetener.	1
0	Of these, 133 patients did not receive AC-@DRUG$, whereas 14 and 51 patients received @DRUG$-sorbitol within 1 h or more than 1 h after ingestion, respectively.	Of these , 133 patients did not receive AC - @DRUG$ , whereas xiv and 51 patients received @DRUG$ - sorbitol within 1 total heat or more than 1 total heat after intake , respectively .	Of these , 1 and did not receive AC - @DRUG$ , whereas 14 patients 51 more received @DRUG$ - sorbitol within 1 h or patients than 133 h after ingestion , respectively .	Of these 133 patients did not receive AC - @DRUG$ whereas and patients received @DRUG$ - sorbitol 1 h or more than 1 h , .	133 patients did not receive AC - @DRUG$ , whereas 14 and 51 patients received @DRUG$ - sorbitol within 1 h or more than 1 h after ingestion , respectively .	0
0	At the end of treatment, the combination provided more pronounced PI reduction (3.540 points) compared with @DRUG$ (2.371, p < 0.0001), nonivamide (3.074, p = 0.0259) and placebo (1.884, @DRUG$ < 0.0001).	At the oddment of treatment , the combining provided more pronounced operative reduction ( 3.540 points ) compared with @DRUG$ ( 2.371 , atomic number  < 0.0001 ) , nonivamide ( 3.074 , atomic number  = 0.0259 ) and placebo ( 1.884 , @DRUG$ < 0.0001 ) .	At the end of treatment , the combination provided more 0.0001 PI , ( 3.540 points ) compared 2.371 @DRUG$ ( with , p < pronounced ) and nonivamide ( 3.074 reduction p = 0.0259 ) , placebo ( 1.884 , @DRUG$ < 0.0001 ) .	At the end of treatment , combination provided more pronounced PI ( 3.540 ) compared with @DRUG$ ( 2.371 p < ) nonivamide ( , p = 0.0259 ) and placebo ( 1.884 , @DRUG$ < 0.0001 ) .	At the end of treatment, the combination provided more pronounced PI reduction (3.540 points) compared with @DRUG$ (2.371, p < 0.0001), nonivamide (3.074, p = 0.0259), and placebo (1.884, DRU	1
0	OBJECTIVE: To review the clinical microbiology and therapeutic use of dirithromycin, emphasizing comparative data between @DRUG$ and the standard macrolide erythromycin, as well as @DRUG$ and azithromycin.	OBJECTIVE : To review the clinical microbiology and sanative use of dirithromycin , emphasizing comparative data between @DRUG$ and the standard macrolide erythrocin , as comfortably as @DRUG$ and azithromycin .	OBJECTIVE : To the review clinical microbiology and therapeutic use of dirithromycin , emphasizing comparative and between @DRUG$ data the standard macrolide well , as erythromycin as @DRUG$ and azithromycin .	OBJECTIVE : review the clinical microbiology and use of dirithromycin , emphasizing comparative @DRUG$ and the macrolide erythromycin , as well as @DRUG$ and azithromycin .	Dirithromycin is a clinical microbiology and therapeutic use of erythromycin, emphasizing comparative data between @DRUG$ and the standard macrolide erythromycin, as well as @DRUG$ and azithromycin.	0
0	We report the results of a large U.S. study of @DRUG$ and @DRUG$ in women with pregnancies of up to nine weeks' duration.	We report the results of a large us study of @DRUG$ and @DRUG$ in women with pregnancies of up to nine calendar week ' duration .	We report the results duration a large U.S. study of @DRUG$ ' @DRUG$ in women with pregnancies of up to nine weeks and of .	We the results of large U.S. study of @DRUG$ and @DRUG$ in women with up to nine weeks ' duration .	We found that @DRUG$ and @DRUG$ are related in women with pregnancies of up to nine weeks ' duration .	0
0	In oral fluid, METH was detected @DRUG$ early as 0.08-2 h; c(max) was 24.7-312.2 micro g/L (10 mg) and 75.3-321.7 micro g/@DRUG$ (20 mg) and occurred at 2-12 h.	In oral fluid , METH was detect @DRUG$ early as 0.08 - two h ; c( scoop ) was 24.7-312.2 micro g/L ( 10 mg ) and 75.3- 321.7 micro g/@DRUG$ (  mg ) and occurred at two - 12 h .	In oral fluid , - and detected @DRUG$ early as 0.08 METH 321.7 h ; c( max ) was 24.7-312.2 micro g/L ( 10 - ) was 75.3- 2 micro g/@DRUG$ ( 20 mg ) and occurred at 2 mg 12 h .	In oral fluid , was detected @DRUG$ early as 0.08 2 h ; c( ) was 24.7-312.2 micro g/L ( 10 mg ) and 75.3- 321.7 micro g/@DRUG$ ( mg ) and occurred 2 - 12 h .	METH was detected in oral fluid early as 0.08 - 2 h ; the maximum concentration was 24.7-312.2 micro g/L ( 10 mg ) and 75.3- 321.7 micro g/@DRUG$ ( 20 mg ) and occurred at 2 - 12 h	1
0	Reduction of E to @DRUG$: Without the NADH/@DRUG$-regenerating system, this reaction was very slow.	Reduction of E to @DRUG$ : Without the NADH / @DRUG$ - regenerating system , this chemical reaction was very slow .	Reduction : E to @DRUG$ of the Without NADH / @DRUG$ - regenerating system , this reaction was very slow .	Reduction of E to @DRUG$ : Without the NADH / @DRUG$ - regenerating system , this reaction was very slow .	@DRUG$ is reduced to @DRUG$ by the NADH / DRUGB - regenerating system .	0
1	Six-point standard curves (0.25-20 @DRUG$/mg) were prepared for both compounds with an internal standard (@DRUG$-d3).	Six -point standard curves ( 0.25 - 20 @DRUG$ / milligram ) were prepared for both compounds with an national standard ( @DRUG$ - d3 ) .	mg -point standard curves ( 0.25 - 20 @DRUG$ / Six ) were prepared for both compounds with ( internal standard an @DRUG$ - d3 ) .	Six standard curves ( 0.25 - @DRUG$ / ) prepared for compounds with internal standard ( @DRUG$ - d3 ) .	For every milligram of @DRUG$, there is six milligrams of @DRUG$.	0
1	80 micrograms @DRUG$/kg--5 mg ketamine/kg provided a duration of anaesthesia longer than 1 mg acepromazine/kg--10 mg ketamine/kg, and not significantly different from those induced by 1 mg xylazine/kg--10 mg ketamine/kg or 7.5 mg zolazepam/kg--7.5 mg @DRUG$/kg.	eighty micrograms @DRUG$ / kg--5 mg ketamine / kilogram provided a length of anaesthesia longer than ane mg acepromazine / kg--  mg ketamine / kilogram , and not significantly different from those induced by ane mg xylazine / kg--  mg ketamine / kilogram or 7.5 mg zolazepam / kg--7.5 mg @DRUG$ / kg.	80 micrograms @DRUG$ kg-- kg--5 mg ketamine / kg provided a duration of anaesthesia longer than / and acepromazine / kg-- mg 10 ketamine / kg , 1 not significantly different from those induced by 1 mg xylazine / / 10 mg ketamine / kg or 7.5 mg zolazepam mg kg--7.5 mg @DRUG$ / kg.	80 micrograms @DRUG$ / mg ketamine kg provided a duration anaesthesia longer than 1 mg acepromazine / kg-- 10 mg ketamine / kg , and significantly different from those induced by 1 mg xylazine / kg-- 10 mg ketamine / kg or 7.5 mg zolazepam / kg--7.5 mg @DRUG$ / kg.	For every 80 micrograms of @DRUG$ administered, 5 mg of ketamine is needed to achieve the same level of anaesthesia.	1
0	The level of Ig @DRUG$ was statistically lower in cocoa butter and cocoa butter + sunflower oil groups than in control and @DRUG$ groups.	The level of Ig @DRUG$ was statistically lower in cocoa butter and cocoa butter + helianthus rock oil groups than in control and @DRUG$ groups .	The level of Ig @DRUG$ was statistically lower in than and butter cocoa butter + sunflower oil groups cocoa in control and @DRUG$ groups .	The level of Ig @DRUG$ was statistically lower cocoa butter butter + sunflower oil groups than in control and @DRUG$ groups .	The level of Ig @DRUG$ was statistically lower in the cocoa butter and cocoa butter + sunflower oil groups than in the control and @DRUG$ groups.	0
0	This study compared the effect of @DRUG$ + @DRUG$ on the rate of apoptosis and GMP-PDE expression in premalignant or malignant and normal prostate tissue.	This contemplate equate the effect of @DRUG$ + @DRUG$ on the rate of apoptosis and GMP - PDE expression in premalignant or malignant and normal prostate tissue .	This study compared of the effect @DRUG$ + @DRUG$ on the rate of apoptosis and GMP - PDE expression in premalignant or malignant and normal prostate tissue .	This compared the effect of @DRUG$ + @DRUG$ on the rate of apoptosis and GMP PDE expression in premalignant or malignant and normal prostate tissue .	The study found that the combination of @DRUG$ and @DRUG$ increased the rate of apoptosis and decreased the expression of GMP - PDE in premalignant or malignant and normal prostate tissue.	0
0	In 12 institutionalized epilepsy patients who had been treated 19 months (SD +/- 5) with valproic acid, 27.0 mg/kg (SD +/- 11.9), @DRUG$, 6.33 mg/kg (SD +/- 1.36), and @DRUG$-anticonvulsants, the mean percentage of daily free valproic acid was 11.72 (SD +/- 2.10) and of phenytoin 20.39 (SD +/- 3.32).	indium 12 institutionalized epilepsy patient who had been treated xix months ( sd +/- 5 ) with valproic acid , 27.0 magnesium / kilogram ( sd +/- 11.9 ) , @DRUG$ , 6.33 magnesium / kilogram ( sd +/- 1.36 ) , and @DRUG$ - anticonvulsants , the miserly percentage of daily free valproic acid was 11.72 ( sd +/- 2.10 ) and of phenytoin 20.39 ( sd +/- 3.32 ) .	In 12 institutionalized 6.33 patients who had been and +/- months 20.39 SD +/- 5 ) with valproic acid , 27.0 19 / kg mg SD +/- 11.9 ) , @DRUG$ , epilepsy mg / kg ( SD +/- 1.36 ) , and @DRUG$ - anticonvulsants , the mean percentage of daily ( valproic acid was 11.72 ( SD +/- 2.10 ) treated of phenytoin ( ( SD free 3.32 ) .	In 12 institutionalized epilepsy patients who had been treated 19 months ( SD 5 ) with valproic acid , mg / kg ( SD +/- 11.9 ) @DRUG$ , 6.33 mg / kg ( SD +/- 1.36 ) , and @DRUG$ - anticonvulsants , the percentage of daily valproic acid was 11.72 ( SD +/- 2.10 ) and of phenytoin 20.39 ( SD +/- 3.32 )	The mean percentage of daily free valproic acid was 11.72 ( SD +/- 2.10 ) and of phenytoin 20.39 ( SD +/- 3.32 ) .	1
1	The bioavailability of @DRUG$ is slightly reduced when @DRUG$ is coadministered, but this does not appear to be of any clinical significance.	The bioavailability of @DRUG$ is more or less reduced when @DRUG$ is coadministered , but this does not come along to be of any clinical significance .	The bioavailability of @DRUG$ is slightly reduced when @DRUG$ is coadministered , but does this to appear not be of any clinical significance .	The bioavailability of @DRUG$ is slightly reduced when @DRUG$ is coadministered , but this does not to be of any clinical significance	The bioavailability of @DRUG$ is slightly reduced when @DRUG$ is coadministered, but this does not appear to be of any clinical significance.	0
0	XR5944 was 40- to 300-fold more potent than the other cytotoxics tested, such @DRUG$ doxorubicin, @DRUG$, and paclitaxel.	XR5944 was xl - to 300 - fold more potent than the other cytotoxics quiz , such @DRUG$ doxorubicin , @DRUG$ , and paclitaxel .	XR5944 more 40 - to 300 - , was potent than the other cytotoxics tested fold such @DRUG$ doxorubicin , @DRUG$ , and paclitaxel .	XR5944 was 40 - to 300 - fold more potent than the cytotoxics , such @DRUG$ doxorubicin , @DRUG$ , and paclitaxel .	XR5944 was 40 - to 300 - fold more potent than the other cytotoxics tested , such as doxorubicin , paclitaxel , and @DRUG$ .	1
0	After a 3 to 4 month exposure to Pb acetate in drinking water, different groups of rats received daily i.p. injections of saline (control), 75 or 150 @DRUG$/kg of Ca disodium @DRUG$ for either 1, 2, 3, 4 or 5 days and were then sacrificed 24 hr after the final injection.	After a 3 to 4 month exposure to atomic number  acetate in drinking irrigate , different groups of rats welcome daily i.p. injections of saline solution ( ascertain ) , 75 or 150 @DRUG$ / kg of Ca disodium @DRUG$ for either 1 , 2 , 3 , 4 or 5 mean solar day and were then sacrificed 24 hr after the final injection .	After a 3 to 4 of exposure to Pb acetate in drinking water , different groups month rats received daily i.p. injections of saline ( control ) , 75 or 150 @DRUG$ / kg of Ca disodium @DRUG$ and 3 1 2 , , or 24 4 either 5 days for were then sacrificed , hr after the final injection .	After a 3 to 4 month exposure to acetate in drinking water groups of received daily i.p. of saline ( control ) , 75 or 150 @DRUG$ / kg of Ca disodium @DRUG$ for either 1 , 2 , 3 , 4 5 and were then sacrificed 24 hr after the final injection .	After a 3 to 4 month exposure to Pb acetate in drinking water , different groups of rats received daily i.p. injections of saline ( control ) , 75 or 150 @DRUG$ / kg of Ca disodium @DRUG$ for either 1 , 2 , 3 , 4 or 5 days	0
1	Bromperidol (n = 9), @DRUG$ (n = 7), and trifluoperazine (n = 6) were the most frequently administered antipsychotics comparator to @DRUG$.	Bromperidol ( nitrogen = 9 ) , @DRUG$ ( nitrogen = 7 ) , and trifluoperazine ( nitrogen = sextet ) were the most ofttimes administered antipsychotics comparator to @DRUG$ .	Bromperidol ( n = 9 ) , @DRUG$ ( n , 7 ) = and trifluoperazine most n = 6 ) were the ( frequently to antipsychotics comparator administered @DRUG$ .	Bromperidol ( n = 9 ) , @DRUG$ ( n = 7 ) , and trifluoperazine ( n = 6 ) were the most frequently administered antipsychotics comparator to @DRUG$ .	Bromperidol, @DRUG$, and trifluoperazine were the most frequently administered antipsychotics comparator to @DRUG$.	0
0	The actions of 13 general anaesthetics (diethyl ether, enflurane, isoflurane, @DRUG$, sevoflurane, chloral hydrate, trifluoroethanol, tribromoethanol, @DRUG$, chloretone, brometone, trichloroethylene, and alpha-chloralose) were studied on agonist-activated Cl(-) currents at human GABA(A) alpha(2)beta(1), glycine alpha(1), and GABA(C) rho(1) receptors expressed in human embryonic kidney 293 cells.	The actions of bakers dozen cosmopolitan anaesthetic ( diethyl ether , enflurane , isoflurane , @DRUG$ , sevoflurane , chloral hydrate , trifluoroethanol , tribromoethanol , @DRUG$ , chloretone , brometone , trichloroethylene , and alpha-chloralose ) were studied on agonist- activated  ( - ) currents at human GABA ( A ) alpha ( 2 ) genus beta ( i ) , genus glycine alpha ( i ) , and GABA ( C ) rho ( i ) sensory receptor expressed in human embryonic kidney 293 cells .	The actions of and general anaesthetics ( diethyl ether , enflurane , isoflurane , @DRUG$ , sevoflurane , , hydrate , trifluoroethanol , ) , @DRUG$ , chloretone , brometone tribromoethanol trichloroethylene , and alpha-chloralose ) on human were agonist- activated Cl ( - ) currents at human 1 ( A 13 alpha ( 2 ) beta ( 1 ) , glycine alpha ( GABA ) chloral , GABA ( C ) rho ( 1 ) receptors expressed in studied embryonic kidney 293 cells .	actions of 13 general anaesthetics ( diethyl ether , enflurane , isoflurane , @DRUG$ , , chloral hydrate , , tribromoethanol , @DRUG$ , chloretone brometone , trichloroethylene , and alpha-chloralose ) were studied on agonist- activated Cl ( - ) currents at human GABA ( A ) alpha ( 2 ) beta ( 1 ) , glycine alpha ( 1 ) , and GABA ( C ) rho ( 1 ) receptors expressed in human embryonic kidney 293 cells .	The actions of 13 general anaesthetics ( diethyl ether , enflurane , isoflurane , sevoflurane , chloral hydrate , trifluoroethanol , tribromoethanol , chloretone , brometone ,	1
1	The clinical antihypertensive efficacy of barnidipine is similar to that of other DHP calcium antagonists such as @DRUG$ and amlodipine, and antihypertensives belonging to other drug classes such as @DRUG$ and enalapril.	The clinical antihypertensive efficacy of barnidipine is like to that of other DHP calcium opposer such as @DRUG$ and amlodipine , and antihypertensives belonging to other drug classes such as @DRUG$ and vasotec .	calcium and , efficacy of barnidipine is similar to that of other DHP The antagonists such as @DRUG$ and amlodipine antihypertensive and antihypertensives belonging to other drug classes such as @DRUG$ clinical enalapril .	The clinical antihypertensive of barnidipine similar to that of other DHP calcium such as @DRUG$ and amlodipine , and antihypertensives belonging to other drug classes such as @DRUG$ and enalapril .	The clinical antihypertensive efficacy of barnidipine is similar to that of other DHP calcium antagonists such as @DRUG$ and amlodipine . And antihypertensives belonging to other drug classes such as @DRUG$ and enalapril .	0
0	Using flow cytometry, we also observed that cyproheptadine, pizotifen, and EMD 281014 inhibited serotonin-enhanced ADP-induced @DRUG$ (PS) exposure, @DRUG$-selectin expression, and glycoprotein IIb-IIIa activation.	Using flow cytometry , we also abide by that cyproheptadine , pizotifen , and EMD 281014 inhibited serotonin-enhanced ADP - induced @DRUG$ ( ps ) exposure , @DRUG$ - selectin expression , and glycoprotein IIb - IIIa activating .	Using flow cytometry , we also observed - cyproheptadine , pizotifen , and EMD 281014 and serotonin-enhanced ADP - induced @DRUG$ ( PS ) exposure , @DRUG$ that selectin expression , inhibited glycoprotein IIb - activation IIIa .	Using flow cytometry , we also observed that cyproheptadine pizotifen , and EMD 281014 inhibited serotonin-enhanced ADP - induced @DRUG$ ( PS ) exposure , @DRUG$ - selectin expression , glycoprotein IIb - IIIa	Cyproheptadine, pizotifen, and EMD 281014 inhibited serotonin-enhanced ADP-induced @DRUG$ (PS) exposure, @DRUG$-selectin expression, and glycoprotein IIb-IIIa activation.	0
0	Benzydamine was characterized as a drug of relatively low systemic clearance (ca. 160 ml min-1) but high volume of distribution (ca. 1101); the apparent terminal half-life in plasma was ca. 8 h. @DRUG$ was well absorbed after oral administration, @DRUG$ indicated by a mean systemic availability of 87 per cent.	Benzydamine was characterized as a drug of relatively low systemic clearance ( ca. 160 ml min - 1 ) but high loudness of dispersion ( ca. 1101 ) ; the apparent end half - life in plasm was california . 8 h. @DRUG$ was well engulf after oral administration , @DRUG$ indicated by a mean systemic availability of 87 per cent .	Benzydamine was characterized as 160 drug of relatively low systemic clearance ( ca. a 1 mean - ml ) but the volume of distribution ( ca. 1101 ) ; high apparent terminal half - life in plasma was ca after 8 h. @DRUG$ was well absorbed . oral administration , @DRUG$ indicated by a min availability systemic of 87 per cent .	Benzydamine was characterized a drug of relatively systemic clearance ( ca. 160 ml min - 1 ) high volume of distribution ( ca. 1101 ) ; apparent terminal half - life in was ca . 8 h. @DRUG$ was well absorbed after oral administration , @DRUG$ indicated by a mean systemic availability of 87 per cent .	Benzydamine was found to be a drug with low systemic clearance but high volume of distribution ; the apparent terminal half - life in plasma was around 8 hours. @DRUG$ was well absorbed after oral administration , as indicated by a mean systemic availability of 87 percent .	1
0	This study indicates that though in sheep @DRUG$ potentiates the sedative effect of medetomidine, the combination of medetomidine and midazolam also reduces the in PaO2 and @DRUG$ oxygen saturation more than medetomidine alone.	This survey indicates that though in sheep @DRUG$ potentiates the downer effect of medetomidine , the combination of medetomidine and midazolam also reduces the in PaO2 and @DRUG$ oxygen saturation more than medetomidine entirely .	medetomidine study indicates This though in of @DRUG$ potentiates the sedative effect of medetomidine , the combination sheep medetomidine and midazolam also reduces the in PaO2 and @DRUG$ oxygen saturation more than that alone .	This study indicates that though in sheep @DRUG$ potentiates the sedative effect of medetomidine , the combination of medetomidine and midazolam also reduces the in PaO2 and @DRUG$ oxygen saturation more than medetomidine alone .	@DRUG$ potentiates the sedative effect of medetomidine, but the combination of medetomidine and midazolam also reduces the in PaO2 and @DRUG$ oxygen saturation more than medetomidine alone.	0
0	Boric acid was compared with nystatin, terconazole, flucytosine, itraconazole, clotrimazole, ketoconazole, @DRUG$, buconazole, and miconazole; @DRUG$ monotherapy, boric acid was studied in 7 studies.	boric pane was compared with nystatin , terconazole , flucytosine , itraconazole , clotrimazole , ketoconazole , @DRUG$ , buconazole , and monistat ; @DRUG$ monotherapy , boric pane was studied in 7 studies .	Boric miconazole was compared with nystatin , terconazole , flucytosine studies itraconazole , clotrimazole , ketoconazole , @DRUG$ , buconazole , and acid ; @DRUG$ monotherapy , boric acid was studied in 7 , .	Boric acid was compared with nystatin , terconazole , flucytosine , itraconazole , clotrimazole , ketoconazole @DRUG$ buconazole , ; @DRUG$ monotherapy , boric acid was studied in 7 studies .	Boric acid was compared with nystatin, terconazole, flucytosine, itraconazole, clotrimazole, ketoconazole, @DRUG$, buconazole, and miconazole; @DRUG$ monotherapy, b	0
0	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, @DRUG$ aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc, and @DRUG$ metabolism parameters (insulin sensitivity, glucose effectiveness, and acute insulin response) from frequently sampled intravenous glucose tolerance test after indapamide or placebo therapy.	There were no change in biochemical data including serum sodium , potassium , chloride , uric sulfurous , @DRUG$ aminotransferase , aspartate aminotransferase , blood urea nitrogen , creatinine , lipid profiles , fasting blood glucose , insulin , hemoglobin Alc , and @DRUG$ metabolism parameters ( insulin sensitivity , glucose effectivity , and incisive insulin reception ) from frequently try endovenous glucose tolerance test after indapamide or placebo therapy .	There were no or in biochemical data including serum sodium changes potassium , chloride , uric acid , @DRUG$ aminotransferase , aspartate aminotransferase , fasting urea nitrogen , creatinine , lipid profiles , sensitivity blood glucose , insulin , hemoglobin Alc , , @DRUG$ metabolism parameters ( insulin blood , glucose effectiveness , and acute insulin response ) from frequently sampled intravenous glucose tolerance test after indapamide and placebo therapy .	There were no changes biochemical data including serum sodium , potassium chloride , uric acid , @DRUG$ aminotransferase , aspartate aminotransferase , blood urea , creatinine , lipid profiles , fasting blood glucose , insulin , hemoglobin Alc , @DRUG$ metabolism parameters ( sensitivity , glucose effectiveness , and acute insulin response ) from frequently sampled intravenous glucose tolerance test after indapamide or placebo therapy .	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, @DRUG$ aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc	1
0	@DRUG$ is structurally related to the antihistamine azatadine, and @DRUG$ is a side-chain-reduced metabolite of the antihistamine triprolidine.	@DRUG$ is structurally related to the antihistamine azatadine , and @DRUG$ is a side-chain- bring down metabolite of the antihistamine triprolidine .	@DRUG$ side-chain- structurally related to the antihistamine azatadine , and @DRUG$ is a is reduced metabolite of the antihistamine triprolidine .	@DRUG$ is related to the antihistamine azatadine , and @DRUG$ is a side-chain- reduced metabolite of the antihistamine triprolidine .	@DRUG$ is a drug that is structurally related to the antihistamine azatadine, and @DRUG$ is a side-chain- reduced metabolite of the antihistamine triprolidine.	0
0	All groups, excepting untreated control, were treated for 14 days with, respectively, doxycycline, @DRUG$, tulathromycin (one or two doses), or tildipirosin (one or two doses) given alone, and doxycycline combined with dihydrostreptomycin, tulathromycin, or @DRUG$.	All groups , excepting untreated see to it , were treated for 14 clarence day with , respectively , doxycycline , @DRUG$ , tulathromycin ( one or deuce battery acid ) , or tildipirosin ( one or deuce battery acid ) given exclusively , and doxycycline combined with dihydrostreptomycin , tulathromycin , or @DRUG$ .	All or , excepting untreated control , were treated groups 14 days with , respectively , doxycycline , @DRUG$ one tulathromycin ( one or two doses ) , or tildipirosin ( , , with doses ) given alone , and doxycycline combined two dihydrostreptomycin for tulathromycin , or @DRUG$ .	groups excepting untreated control , were for 14 days with respectively , doxycycline , @DRUG$ , tulathromycin ( one or two doses ) , or tildipirosin ( one two doses ) given alone , and doxycycline combined with dihydrostreptomycin , , or @DRUG$ .	All groups, excepting untreated control, were treated for 14 days with, respectively, doxycycline, @DRUG$, tulathromycin (one or two doses), or tildipirosin (one or two doses) given alone, and doxycycline combined with di	1
0	Cows that received @DRUG$ @DRUG$ plus insulin had lower glucose concentrations at 1 wk after treatment.	Cows that received @DRUG$ @DRUG$ plus insulin had lower glucose concentrations at 1 wk after discourse .	Cows that received @DRUG$ @DRUG$ plus insulin had lower glucose concentrations at treatment wk after 1 .	Cows that received @DRUG$ @DRUG$ plus had glucose concentrations at 1 wk after treatment .	Cows that received @DRUG$ @DRUG$ plus insulin had lower glucose concentrations at 1 wk after treatment ."In other words, cows that received DRUGA and DRUGB together had lower glucose concentrations at 1 week after treatment.	0
0	Also, @DRUG$ 10 @DRUG$ and zopiclone 7.5 mg were also shown to significantly impair driving ability the next morning when this was measured 4 h and up to 10 h after dose administration, respectively.	Also , @DRUG$  @DRUG$ and zopiclone 7.5 mg were also shown to significantly impair driving ability the next morning when this was measured 4 h and up to  h after superman government activity , respectively .	Also , @DRUG$ 10 @DRUG$ and zopiclone 7.5 mg were also shown to significantly impair driving ability the next 10 when this was respectively 4 h after up to morning h and dose administration , measured .	Also @DRUG$ 10 @DRUG$ and zopiclone 7.5 mg were also shown to significantly impair driving ability the next morning when this was measured 4 h and up to 10 h , respectively .	@DRUG$ and @DRUG$ both significantly impair driving ability.	0
0	The pyrethroids bifenthrin, S-bioallethrin, bioresmethrin, beta-@DRUG$, @DRUG$, cis-permethrin, and trans-permethrin were incubated in rat and human hepatic microsomes in the presence or absence of NADPH.	The pyrethroids bifenthrin , S-bioallethrin , bioresmethrin , beta- @DRUG$ , @DRUG$ , cis-permethrin , and trans-permethrin were hatch in rat and human liverwort microsomes in the presence or absence seizure of NADPH .	The pyrethroids bifenthrin , S-bioallethrin , in , , @DRUG$ , @DRUG$ , cis-permethrin beta- presence trans-permethrin were incubated in rat and human hepatic microsomes bioresmethrin the and or absence of NADPH .	The pyrethroids bifenthrin , S-bioallethrin , bioresmethrin , beta- @DRUG$ , @DRUG$ , cis-permethrin , and trans-permethrin were incubated in rat and human hepatic microsomes in the presence of NADPH .	The pyrethroids bifenthrin , S-bioallethrin , bioresmethrin , beta- @DRUG$ , @DRUG$ , cis-permethrin , and trans-permethrin were incubated in rat and human hepatic microsomes in the	0
0	OBJECTIVE: To determine whether oral magnesium supplementation (@DRUG$ @DRUG$ [MgCl(2)] solution) improves both insulin sensitivity and metabolic control in type 2 diabetic subjects with decreased serum magnesium levels.	OBJECTIVE : To determine whether oral magnesium supplementation ( @DRUG$ @DRUG$ [ MgCl ( 2 ) ] solution ) better both insulin predisposition and metabolic control in type 2 diabetic subjects with reduced serum magnesium levels .	subjects : To determine whether oral magnesium supplementation ( @DRUG$ @DRUG$ 2 ) ( [ ) ] solution MgCl improves both insulin sensitivity and metabolic control in type 2 diabetic OBJECTIVE with decreased serum magnesium levels .	: To determine oral magnesium supplementation ( @DRUG$ @DRUG$ MgCl ( 2 ) ] solution ) improves both insulin sensitivity and metabolic in type 2 diabetic subjects with decreased magnesium levels .	The purpose of this study was to determine whether oral magnesium supplementation improves insulin sensitivity and metabolic control in type 2 diabetic subjects with decreased serum magnesium levels.	1
0	Groups of male rats were treated with retigabine (10 mg/kg i.p.), @DRUG$ (1 mg/kg i.@DRUG$.), or the two in combination (at 15 min interval) and fixed 60 min after haloperidol treatment.	Groups of male rats were treated with retigabine ( 10 mg / kg i.p. ) , @DRUG$ ( i mg / kg i.@DRUG$ . ) , or the two in combination ( at  amoy interval ) and fixed 60 amoy after haloperidol discourse .	Groups of male retigabine were treated with rats ( 10 mg / kg i.p. at , . two 1 mg / kg i.@DRUG$ @DRUG$ ) , or the ( in combination ( ) 15 min interval ) and fixed 60 min after haloperidol treatment .	Groups of male rats were treated with retigabine ( 10 / kg i.p. ) , @DRUG$ 1 mg / i.@DRUG$ . ) , or in ( at 15 min interval ) and fixed 60 min after haloperidol treatment .	Groups of male rats were treated with retigabine ( 10 mg / kg i.p. ) , @DRUG$ ( 1 mg / kg i.@DRUG$ . ) , or the two in combination ( at 15 min interval ) and fixed 60 min after haloperidol treatment	0
0	However, recent evidence suggests that @DRUG$-@DRUG$ may not be specific for GABAA receptors and may also block the slow AHP.	However , recent epoch evidence suggests that @DRUG$ - @DRUG$ may not be particular for GABAA receptors and may also block the slow AHP .	suggests , recent evidence However that @DRUG$ - @DRUG$ may not may specific for GABAA receptors and be also block the slow AHP .	However , recent evidence suggests that @DRUG$ - @DRUG$ may not be specific for GABAA receptors and may block the slow AHP .	However, @DRUG$ may not be specific for GABAA receptors and may also block the slow AHP.	1
0	Concentrations of leukotriene B4 (@DRUG$, @DRUG$, and thromboxane B2 (TXB2) were measured in blood before and after oral administration of tepoxalin and release of prostaglandin E2 (PGE2), 6-keto-PGF1alpha, and LTC4 was measured in incubation media of synovial tissue, taken at surgery from patients treated with tepoxalin.	immersion of leukotriene B4 ( @DRUG$ , @DRUG$ , and thromboxane B2 ( TXB2 ) were metric in blood before and after unwritten government of tepoxalin and outlet of prostaglandin E2 ( PGE2 ) , 6 - keto - PGF1alpha , and LTC4 was metric in brooding media of synovial tissue , taken at surgery from patients treated with tepoxalin .	Concentrations of leukotriene B4 ( @DRUG$ TXB2 @DRUG$ , tepoxalin thromboxane B2 ( , ) were measured in blood from and after oral administration of and PGE2 release of prostaglandin E2 ( and ) , 6 was keto - PGF1alpha , and tepoxalin - measured in incubation media of synovial tissue , taken at surgery before patients treated with LTC4 .	Concentrations of leukotriene B4 ( @DRUG$ , @DRUG$ , and thromboxane B2 ( TXB2 ) measured in blood before and after oral administration of tepoxalin and release of E2 ( PGE2 ) 6 - keto - PGF1alpha , and LTC4 was measured in incubation media of synovial , taken at surgery from patients treated with tepoxalin .	Concentrations of leukotriene B4 ( @DRUG$ ) and thromboxane B2 ( TXB2 ) were measured in blood before and after oral administration of tepoxalin and release of prostaglandin E2 ( PGE2 ) was measured in incub	1
0	@DRUG$, a mucoprotective agent, increases the cure rate of Helicobacter pylori infection when combined with rabeprazole, @DRUG$ and clarithromycin.	@DRUG$ , a mucoprotective broker , increases the remedy rate of Helicobacter pylori infection when combined with rabeprazole , @DRUG$ and clarithromycin .	@DRUG$ , a mucoprotective pylori , increases infection cure rate of Helicobacter agent the when combined with rabeprazole , @DRUG$ and clarithromycin .	@DRUG$ , a mucoprotective agent , increases the cure rate of Helicobacter pylori when combined with rabeprazole , @DRUG$ and clarithromycin .	When @DRUG$ is used in combination with rabeprazole and clarithromycin, the cure rate for Helicobacter pylori infection is increased.	1
0	Cefpiramide-resistant @DRUG$. aeruginosa strains were resistant to ceftazidime, but 27% of ceftazidime-resistant strains were susceptible to cefpiramide; 15.3% of cefpiramide-resistant S. maltophilia strains were also susceptible to ceftazidime, but 50% of ceftazidime-resistant strains were still susceptible to @DRUG$.	Cefpiramide-resistant @DRUG$ . aeruginosa strains were tolerant to tazicef , but 27 % of tazicef -resistant strains were susceptible to cefpiramide ; 15.3 % of cefpiramide -resistant S. maltophilia strains were too susceptible to tazicef , but 50 % of tazicef -resistant strains were tranquil susceptible to @DRUG$ .	of @DRUG$ . aeruginosa strains were resistant to ceftazidime , but 27 % ceftazidime ceftazidime -resistant strains were susceptible to cefpiramide ; 15.3 % of were -resistant S. maltophilia strains cefpiramide also susceptible to of , but 50 % Cefpiramide-resistant ceftazidime -resistant strains were still susceptible to @DRUG$ .	Cefpiramide-resistant @DRUG$ . strains resistant to ceftazidime but 27 % of ceftazidime -resistant strains were susceptible to cefpiramide ; 15.3 % of -resistant S. maltophilia strains were also susceptible to ceftazidime , but 50 % of ceftazidime -resistant strains were still susceptible to @DRUG$ .	Cefpiramide-resistant @DRUG$ strains were resistant to ceftazidime, but 27 % of ceftazidime-resistant strains were susceptible to cefpiramide; 15.3 % of cefpiramide-resistant S. maltophilia strains were also susceptible to	1
0	Indomethacin (1-(@DRUG$-chlorobenzoyl)-5-methoxy-2-methylindole-3-@DRUG$) is an anit-in-flammatory antipyretic drug commonly used for symptomatic relief of pain and stiffness in rheumatic diseases.	indomethacin ( 1 -( @DRUG$-chlorobenzoyl) -5-methoxy-2-methylindole-3-@DRUG$ ) is an anit-in-flammatory antipyretic drug usually used for symptomatic relief of pain and stiffness in rheumatic diseases .	Indomethacin ( of -( @DRUG$-chlorobenzoyl) -5-methoxy-2-methylindole-3-@DRUG$ ) is an anit-in-flammatory antipyretic for commonly used drug symptomatic relief 1 pain and stiffness in rheumatic diseases .	Indomethacin 1 -( @DRUG$-chlorobenzoyl) -5-methoxy-2-methylindole-3-@DRUG$ ) is an antipyretic drug commonly used for symptomatic relief of pain and stiffness in diseases .	@DRUG$ is a drug that is used to relieve pain and stiffness in rheumatic diseases, while @DRUG$ is a substance that is found in DRUGA.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; @DRUG$/betamethasone dipropionate, CEA-TRICOM, cetuximab, @DRUG$, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This issue concentre on the watch over pick of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , movement - 214662 , bortezomib , bosentan ; @DRUG$ / betamethasone dipropionate , CEA-TRICOM , cetuximab , @DRUG$ , clofarabine , cipher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( set off ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccinum ; Imatinib mesylate , indiplon , i ( i131 ) tositumomab , irofulven ,  - 1018 ; Lasofoxifene tartrate , brocadopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - ii bacillus , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort pull , sunitinib malate ; cialis , tanaproget , taxus , tiotropium bromide , treprostinil atomic number  ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV - NGFbeta human aprepitant , aripiprazole , ; hydrochloride ; beta-Methyl-6-chloromelatonin ; 2 , Gefitinib , bortezomib , bosentan ; @DRUG$ / betamethasone dipropionate , CEA-TRICOM - cetuximab , @DRUG$ clofarabine , , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , , , drospirenone 1018 drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; 214662 , gestodene , human ( , ) ; hMaxi -K , ghrelin papillomavirus vaccine atomoxetine Imatinib mesylate , indiplon , iodine ( i131 ) / , tartrate , ISS - Nemifitide ; Lasofoxifene irofulven , levodopa tositumomab carbidopa sodium , , liposomal doxorubicin ; acetate ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a Satraplatin peginterferon alfa - BMS b , phVEGF - A165 , pimecrolimus , pramlintide Valdecoxib ; Rasburicase , rimonabant hydrochloride ; , , St. John's Wort extract , sunitinib malate ; Tadalafil , vardenafil , Taxus entacapone tiotropium bromide , treprostinil / ; , , tanaproget hydrochloride hydrate Dexamet Ximelagatran ; Zileuton .	This focuses on the following selection of drugs : AAV - NGFbeta , aprepitant , aripiprazole atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; @DRUG$ / betamethasone , CEA-TRICOM , cetuximab , @DRUG$ , Cypher ; darbepoetin alfa , hydrobromide , desloratadine , Dexamet , drospirenone , / ethinylestradiol , drotrecogin alfa ( activated ) , hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate eszopiclone ; Fenretinide ; Gefitinib gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - ; Lasofoxifene tartrate levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , alfa - , peginterferon alfa - 2 b phVEGF - A165 pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , John's Wort extract sunitinib malate ; Tadalafil , tanaproget , Taxus , bromide , sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran Zileuton .	@DRUG$ is a drug that is used in combination with @DRUG$.	0
0	Prednisolone, prednisolone @DRUG$ and prednisolone sodium @DRUG$ are glucocorticoids used for ocular, anti-inflammatory therapy.	Prednisolone , prednisolone @DRUG$ and prednisolone sodium @DRUG$ are glucocorticoids ill used for ocular , anti-inflammatory therapy .	Prednisolone , prednisolone @DRUG$ and prednisolone ocular @DRUG$ are glucocorticoids used for sodium , anti-inflammatory therapy .	Prednisolone , prednisolone @DRUG$ and prednisolone sodium @DRUG$ are glucocorticoids used for ocular , therapy .	Prednisolone is a glucocorticoid that is used for ocular and anti-inflammatory therapy.	1
1	However, @DRUG$, a potent inhibitor of CYP3A4, does not affect the pharmacokinetics of @DRUG$.	yet , @DRUG$ , a potent inhibitor of CYP3A4 , does not affect the pharmacokinetics of @DRUG$ .	However , @DRUG$ , a potent inhibitor of CYP3A4 , of not affect the pharmacokinetics does @DRUG$ .	However , @DRUG$ , a potent inhibitor of CYP3A4 , does not affect the pharmacokinetics of @DRUG$ .	@DRUG$ does not affect the pharmacokinetics of @DRUG$ .	0
0	Gonadotropins, prolactin (PRL) 17 beta-estradiol (17 beta-E2), @DRUG$ (E1), progesterone (P), androstenedione (A), and dehydroepiandrosterone @DRUG$ (DHEA-S) remained in the follicular phase range.	Gonadotropins , lactogenic hormone ( PRL ) 17 beta-estradiol ( 17 beta - E2 ) , @DRUG$ ( E1 ) , progesterone ( P ) , androstenedione ( A ) , and dehydroepiandrosterone @DRUG$ ( DHEA - southward ) stay on in the follicular phase pasture .	Gonadotropins , prolactin ( PRL ) 17 beta-estradiol ( ) beta - E2 ) , @DRUG$ ( E1 17 , progesterone ( androstenedione ) and P in A ) , , dehydroepiandrosterone @DRUG$ ( DHEA - S ) remained ( the follicular phase range .	Gonadotropins , prolactin ( PRL ) 17 ( 17 beta - E2 ) , @DRUG$ ( E1 , progesterone ( P ) , androstenedione ( A ) and dehydroepiandrosterone @DRUG$ ( DHEA - remained in the follicular phase range .	Gonadotropins, prolactin (PRL), 17 beta-estradiol (17 beta-E2), @DRUG$ (E1), progesterone (P), androstenedione (A), and dehydroepiandrosterone @DRUG$ (DHE	0
0	@DRUG$ may become the treatment of choice when dealing with vascular diseases and their complications, as well @DRUG$ for the prevention of venous thromboembolic disease, being particularly indicated in elderly patients, due to its good tolerability and ease of management.	@DRUG$ crataegus oxycantha become the treatment of alternative when dealing with vascular diseases and their complications , as well @DRUG$ for the prevention of venous thromboembolic disease , being particularly designate in elderly patients , ascribable to its good tolerability and ease of management .	@DRUG$ may become in treatment of choice when dealing with vascular diseases and their patients , as well @DRUG$ for the venous prevention of thromboembolic disease , being particularly indicated the elderly complications , due to its good tolerability and ease of management .	@DRUG$ may become the treatment of choice when dealing with vascular diseases and their complications , well @DRUG$ for the prevention of venous thromboembolic disease , being particularly indicated in elderly patients , due to good tolerability and ease of management .	@DRUG$ is a good choice for treating vascular diseases and their complications, and @DRUG$ is a good choice for preventing venous thromboembolic disease, especially in elderly patients.	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of @DRUG$ 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, @DRUG$ oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	deoxyadenosine monophosphate review of commercially uncommitted oral and injectable solution formulations reveals that the solubilizing excipients let in water - soluble organic solvents ( polythene ethanediol  , polythene ethanediol 400 , grain alcohol , propene ethanediol , glycerin , N-methyl - two - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor elevation , Cremophor RH 40 , Cremophor RH lx , d-alpha-tocopherol polythene ethanediol 1000 succinate , polysorbate twenty , polysorbate  , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$  , 400 , or 1750 ) , water - indissoluble lipids ( genus castor oil , corn oil , cottonseed oil , olive oil , @DRUG$ oil , peppermint oil , safflower oil , benni oil , soja bean oil , hydrogenated vegetable rock oil , hydrogenated soja bean oil , and medium- chain triglycerides of coconut oil and handle seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , assorted cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially 1000 oral and injectable solution formulations reveals , the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol alpha-cyclodextrin , polyethylene EL 400 , glycol , propylene ethanol , sesame , N-methyl - 2 - pyrrolidone , dimethylacetamide , 407 dimethylsulfoxide ) , non-ionic surfactants of , glycol , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene , available succinate , and 20 , polysorbate 80 , Solutol HS 15 Cremophor sorbitan monooleate , poloxamer and , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire vegetable , Softigen 767 , and mono- polysorbate di-fatty acid esters of @DRUG$ 300 , / , or 1750 ) , water - insoluble lipids ( castor oil , corn oil , cottonseed oil liquids olive oil , @DRUG$ oil , peppermint oil , safflower oil , glycerin ) , soybean oil , hydrogenated 44/14 oils , hydrogenated soybean oil and and medium- chain triglycerides ( coconut oil ( palm seed oil ) , organic glycol 400 semi-solids ( beeswax that cyclodextrins , oleic acid , medium- chain beta-cyclodextrin and diglycerides oil , various d-alpha-tocopherol ( 300 , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - mono- ) , , phospholipids and hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL Cremophor RH 40 , Cremophor RH , polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$ 300 , 400 , or 1750 ) , water - insoluble lipids castor oil , corn oil , cottonseed oil , olive oil , @DRUG$ oil , peppermint oil , oil , sesame oil , oil , hydrogenated vegetable oils , soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol )	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	These conclusions were documented by competitive inhibition studies, utilization of a beta(3)-integrin antibody that blocked uptake of ferric but not ferrous iron, development of an anti-DMT-1 antibody that blocked ferrous iron and manganese uptake but not ferric iron, transfection of DMT-1 DNA into tissue culture cells that showed enhanced uptake of ferrous iron and manganese but neither ferric iron nor zinc, hepatic metal concentrations in mk mice showing decreased iron and manganese but not zinc or copper, and data showing that the addition of reducing agents to tissue culture media altered @DRUG$ binding to proteins of the IMP and @DRUG$-1 pathways.	These conclusions were documented by competitive inhibition studies , utilization of a beta ( 3 ) - integrin antibody that occlude intake of ferrous but not ferrous iron , growth of an anti-DMT - 1 antibody that occlude ferrous iron and manganese intake but not ferrous iron , transfection of DMT - 1 DNA into tissue polish cell that showed heighten intake of ferrous iron and manganese but neither ferrous iron nor atomic number  , hepatic metal engrossment in mk mice showing decreased iron and manganese but not atomic number  or pig , and data showing that the addition of reducing federal agent to tissue polish media altered @DRUG$ binding to proteins of the IMP and @DRUG$ - 1 pathways .	These conclusions were documented by iron agents studies , utilization of a beta ( that ) - integrin antibody that blocked uptake but iron but ferric ferrous ferric , development - an anti-DMT of competitive antibody that that ferrous iron and manganese uptake but not ferric iron and transfection of DMT - 1 DNA into tissue culture cells blocked showed enhanced uptake of ferrous iron , manganese of neither not 1 nor zinc , hepatic metal concentrations in mk mice showing decreased iron and manganese but not tissue or copper , and data showing 3 the addition of reducing inhibition to zinc culture media altered @DRUG$ binding to proteins of the IMP and @DRUG$ - 1 pathways .	These conclusions were documented by competitive inhibition , utilization of a beta ( 3 ) - integrin antibody that blocked uptake of ferric but not ferrous , development an anti-DMT - 1 antibody that blocked iron and manganese but not ferric iron , transfection of DMT - 1 DNA into tissue culture cells that showed enhanced uptake of ferrous iron and but neither ferric nor , hepatic metal concentrations in mk mice showing decreased iron manganese but not zinc or copper , and data showing that the addition of reducing agents tissue media altered @DRUG$ binding to proteins of the IMP and @DRUG$ - 1 pathways .	@DRUG$ and @DRUG$ are two proteins that are involved in the uptake of different metals into cells. DRUGA is involved in the uptake of iron and manganese, while DRUGB is involved in the uptake of zinc and copper. The two proteins compete with each other for the	0
0	An equipotent beta 1-adrenoceptor-blocking dose of @DRUG$ (100 @DRUG$), compared with 10 and 20 mg bisoprolol, was found to increase airway resistance in the population of asthmatic patients studied.	An equipotent beta 1 - adrenoceptor- blocking dose of @DRUG$ ( 100 @DRUG$ ) , compared with tenner and 20 atomic number  bisoprolol , was found to increase airway resistance in the population of asthmatic patients learn .	An equipotent beta 1 - adrenoceptor- blocking dose of @DRUG$ ( 100 @DRUG$ ) patients compared with found and 20 mg bisoprolol , was 10 to increase airway resistance in the population asthmatic of , studied .	An equipotent beta - adrenoceptor- blocking dose of @DRUG$ ( 100 @DRUG$ ) , compared with 10 mg bisoprolol , was found to increase airway resistance in the population of asthmatic studied .	For every 100 units of @DRUG$, you need 10 and 20 units of bisoprolol to achieve the same effect.	1
1	Animal studies indicated that @DRUG$ produces sedative and antianxiety effects with less toxicity than chlordiazepoxide or @DRUG$.	Animal studies signal that @DRUG$ produces sedative and antianxiety effects with less toxicity than chlordiazepoxide or @DRUG$ .	Animal studies that indicated @DRUG$ produces sedative and antianxiety effects with less toxicity than chlordiazepoxide or @DRUG$ .	Animal studies indicated that @DRUG$ produces sedative and antianxiety effects with toxicity than chlordiazepoxide or @DRUG$ .	Animal studies showed that @DRUG$ produces sedative and antianxiety effects with less toxicity than chlordiazepoxide or @DRUG$ .	0
0	Pooled results of data from the two short-term efficacy trials that also included an active comparator arm showed that the mean change in HAM-A scores with @DRUG$ relative to placebo were of the same magnitude @DRUG$ those with venlafaxine extended release versus placebo.	Pooled results of information from the two short - term efficacy trials that also included an fighting comparator arm showed that the entail change in HAM - group a scores with @DRUG$ relative to placebo were of the same magnitude @DRUG$ those with venlafaxine extended release versus placebo .	of results Pooled data from the two short - HAM efficacy trials that also included an active comparator arm showed that the mean change in term - A scores with @DRUG$ relative to placebo were of the same magnitude @DRUG$ those with venlafaxine extended release versus placebo .	Pooled results of from the two short - term trials that also included an active comparator arm that the mean change in HAM - A scores with @DRUG$ relative to placebo were of the same magnitude @DRUG$ those with venlafaxine extended release versus placebo .	The mean change in HAM-A scores with @DRUG$ relative to placebo were of the same magnitude as those with venlafaxine extended release versus placebo .	1
0	Dabigatran has an advantage over the indirect @DRUG$ inhibitors, @DRUG$ and low-molecular-weight heparin, in that it inhibits free and fibrin-bound thrombin.	Dabigatran has an advantage over the indirect @DRUG$ inhibitors , @DRUG$ and low-molecular -weight lipo hepin , in that it suppress free and fibrin-bound thrombin .	Dabigatran has indirect an over the advantage @DRUG$ inhibitors , @DRUG$ and low-molecular -weight heparin , in that it inhibits free and fibrin-bound thrombin .	Dabigatran has an advantage over the indirect @DRUG$ inhibitors , @DRUG$ and -weight , in it inhibits free and fibrin-bound thrombin	Dabigatran is better than indirect inhibitors (@DRUG$) and low-molecular weight heparin in that it inhibits both free and fibrin-bound thrombin.	1
0	Four types of CM including ioxitalamate (high osmolar and ionic), ioxaglate (low osmolar and ionic), iohexol (low osmolar and nonionic), and @DRUG$ (iso-osmolar and nonionic) were given iv (1600 mg I/kg body weight) to @DRUG$-anesthetized female Wistar rats.	Four types of CM including ioxitalamate ( high up osmolar and ionic dialect ) , ioxaglate ( abject osmolar and ionic dialect ) , iohexol ( abject osmolar and nonionic ) , and @DRUG$ ( iso-osmolar and nonionic ) were given quaternary ( 1600 milligram I / kg body weight ) to @DRUG$ - anesthetized female Wistar rats .	Four types of CM including ioxitalamate ( high osmolar and ionic ) , ioxaglate ( low osmolar , ionic / and iohexol ( low osmolar and nonionic , ) and @DRUG$ ( iso-osmolar and nonionic ) were given kg ( 1600 mg I ) iv body ) weight to @DRUG$ - anesthetized female Wistar rats .	Four types of CM including ioxitalamate ( high osmolar and ionic ) , low osmolar and ionic ) , iohexol ( low osmolar and ) , and @DRUG$ ( iso-osmolar and nonionic ) were given iv ( 1600 mg I kg body ) to @DRUG$ - anesthetized female Wistar rats .	The four types of CM were given intravenously to @DRUG$-anesthetized female Wistar rats.	1
0	Compared with the control group, the DDVP-treated group showed statistically significantly increased intensities of indoxyl sulfate, estrone sulfate, cholic acid, @DRUG$, p-@DRUG$, p-cresol sulfate, and orotic acid but decreased intensities of suberic acid, citric acid, sebacic acid, hippuric acid, taurine, phosphocreatine, 3-hydroxyanthranilic acid, and kynurenic acid.	Compared with the control condition grouping , the DDVP - treated grouping showed statistically significantly increased vividness of indoxyl sulfate , oestrone sulfate , cholic virulent , @DRUG$ , p-@DRUG$ , p-cresol sulfate , and orotic virulent but decreased vividness of suberic virulent , citric virulent , sebacic virulent , hippuric virulent , taurine , creatine phosphoric acid , 3 - hydroxyanthranilic virulent , and kynurenic virulent .	Compared with the control group , the DDVP - treated group showed statistically significantly increased intensities of indoxyl , , estrone sulfate hydroxyanthranilic cholic acid , @DRUG$ , p-@DRUG$ , , sulfate , and phosphocreatine acid but decreased intensities of suberic acid , citric acid , sebacic acid , hippuric acid p-cresol taurine sulfate orotic , 3 acid , - , and kynurenic acid .	with the control group , the - treated group showed significantly increased intensities of indoxyl sulfate , estrone , , , p-@DRUG$ p-cresol sulfate , and orotic acid but decreased intensities of acid , acid sebacic , hippuric acid , taurine , , 3 - hydroxyanthranilic acid , kynurenic acid .	The DDVP-treated group showed statistically significantly increased intensities of indoxyl sulfate, estrone sulfate, cholic acid, @DRUG$, p-@DRUG$, p-cresol sulfate, and orotic acid but decreased intensities of suberic acid	0
0	An automated system using on-line solid-phase extraction (SPE) high-performance liquid chromatography (HPLC) with ultraviolet (UV) detection was developed for the determination of tetracyclines (TCs), such as tetracycline (TC), @DRUG$ (OTC), chlortetracycline (CTC), metacycline (MC), and doxycycline (@DRUG$) in honey.	An automated system utilize on - line solid- phase origin ( SPE ) high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) signal detection was build up for the determination of tetracyclines ( TCs ) , such as tetracycline ( TC ) , @DRUG$ ( OTC ) , aureomycin ( CTC ) , metacycline ( megacycle per second ) , and doxycycline ( @DRUG$ ) in honey .	An automated system using tetracyclines of line solid- SPE extraction ( phase ) high - such liquid ( ( HPLC ) with ultraviolet ( UV ( detection was developed for the determination - on ( TCs ) , performance as tetracycline ( TC ) , @DRUG$ ( OTC ) , chlortetracycline ) CTC ) , metacycline ( MC ) , and doxycycline chromatography @DRUG$ ) in honey .	An automated system using on - line phase extraction ( SPE high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) was developed for the determination of tetracyclines ( TCs , such as tetracycline ( ) , @DRUG$ ( OTC ) , chlortetracycline ( CTC ) , metacycline ( MC ) , and doxycycline ( @DRUG$ ) honey .	An automated system using on - line solid- phase extraction ( SPE ) high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was developed for the determination of tetracyclines ( TCs ) , such as tetracycline ( TC ) , DRUG	1
0	@DRUG$ content in meat and @DRUG$ samples over a two-year period in Croatia.	@DRUG$ content in meat and @DRUG$ samples over a two -year point in Croatia .	@DRUG$ content in meat period @DRUG$ samples over a two -year and in Croatia .	@DRUG$ content in meat and @DRUG$ samples over a two -year period in Croatia .	The amount of @DRUG$ in meat samples and the amount of @DRUG$ in drug samples over a two-year period in Croatia.	0
0	"MATERIALS AND METHODS: Swiss albino mice (male) received treatment of 5% of Tween 80 in 0.9% saline (10 ml/kg; control group), ""aripiprazole alone"" (1 mg/kg), ""hydroxyzine alone"" (3 mg/kg), and aripiprazole (0.5 mg/kg) + @DRUG$ (1.5 @DRUG$/kg) through the intraperitoneal route."	" material AND METHODS : swiss albino mice ( male ) receive treatment of little phoebe % of Tween 80 in 0.9 % saline ( 10 millilitre / kilogram ; control group ) , " " aripiprazole alone " " ( 1 atomic number  / kilogram ) , " " atarax alone " " ( 3 atomic number  / kilogram ) , and aripiprazole ( 0.5 atomic number  / kilogram ) + @DRUG$ ( 1.5 @DRUG$ / kilogram ) through the intraperitoneal route . "	" MATERIALS AND kg albino Swiss " mice ( in ) received treatment of 5 % " Tween 80 male 0.9 % saline ( 10 hydroxyzine / , ; control group ml METHODS : " aripiprazole alone " of ( 1 mg / kg ) , " " ) alone " " ( 3 mg / kg ) , and aripiprazole ( 0.5 mg / kg ) + @DRUG$ ( 1.5 @DRUG$ / kg ) through the intraperitoneal route . "	" MATERIALS AND : Swiss albino mice ( male ) received treatment of 5 % of Tween 80 in 0.9 % saline 10 ml / kg ; control group , " " aripiprazole alone " " ( 1 / kg ) , " " alone " ( 3 mg / ) , and aripiprazole ( 0.5 mg / ) + @DRUG$ ( 1.5 @DRUG$ / kg ) through the intraperitoneal route . "	MATERIALS AND METHODS: Swiss albino mice (male) received treatment of 5% of Tween 80 in 0.9% saline (10 ml/kg; control group), aripiprazole alone (1 mg/kg), hydroxyzine alone (3	1
0	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, glembatumumab vedotin) and 15 mAbs are for non-cancer indications (caplacizumab, lanadelumab, roledumab, tralokinumab, @DRUG$, SA237, emapalumab, @DRUG$, erenumab, eptinezumab, fremanezumab, fasinumab, tanezumab, lampalizumab, brolucizumab).	Of these , quintuplet mAbs are for crab ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , glembatumumab vedotin ) and xv mAbs are for non-cancer denotation ( caplacizumab , lanadelumab , roledumab , tralokinumab , @DRUG$ , SA237 , emapalumab , @DRUG$ , erenumab , eptinezumab , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these , 5 mAbs are for cancer ( durvalumab fremanezumab JNJ - 56022473 lanadelumab ublituximab , anetumab ravtansine ( glembatumumab vedotin , and 15 mAbs are for non-cancer indications , caplacizumab , , ) emapalumab , tralokinumab , @DRUG$ , SA237 , roledumab , @DRUG$ , erenumab , eptinezumab , , , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these , mAbs are cancer ( durvalumab , JNJ - , ublituximab , anetumab ravtansine , glembatumumab vedotin ) and 15 mAbs non-cancer indications ( caplacizumab , roledumab , tralokinumab , @DRUG$ , SA237 , , @DRUG$ , erenumab , eptinezumab , fremanezumab fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, glembatumumab vedotin) and 15 mAbs are for non-cancer indications (ca	1
0	After incubation with either NL4-3 or JR-CSF, IPCs produced a large amount of IFN-alpha and at the @DRUG$ time underwent morphological differentiation into @DRUG$ with upregulation of CD80 and CD86.	After brooding with either NL4 - tierce or JR - CSF , IPCs produced a large add up of IFN - alpha and at the @DRUG$ time underwent morphological differentiation into @DRUG$ with upregulation of CD80 and CD86 .	After incubation with either NL4 - 3 or JR - morphological at IPCs produced a of amount large IFN - alpha and , the @DRUG$ time underwent CSF differentiation into @DRUG$ with upregulation of CD80 and CD86 .	incubation with either NL4 - 3 JR - CSF , IPCs produced a large amount of IFN - alpha and at the @DRUG$ time underwent morphological differentiation into @DRUG$ with upregulation of and CD86 .	After incubation with either NL4 - 3 or JR - CSF , IPCs produced a large amount of IFN - alpha and at the @DRUG$ time underwent morphological differentiation into @DRUG$ with upregulation of CD80 and CD86 ."In other words, the relationship	0
0	Production of the representative AA-metabolites LTB4 and @DRUG$ from isolated monocytes stimulated with the calcium ionophore A23187 were measured ex vivo before therapy with 1.8-@DRUG$ (3 x 200 mg/day), after three days of treatment (day 4) and four days after discontinuation of 1.	Production of the instance AA - metabolites LTB4 and @DRUG$ from isolated monocyte stimulated with the calcium ionophore A23187 were measured ex vivo before therapy with 1.8- @DRUG$ ( 3 x two hundred magnesium / day ) , after three days of treatment ( day tetrad ) and four days after discontinuation of 1 .	Production of the 3 with - metabolites LTB4 and @DRUG$ from isolated monocytes stimulated four the calcium ionophore A23187 were measured ex vivo before therapy representative 1.8- @DRUG$ ( ) x 200 mg / day ) , after three days of treatment ( day 4 with and AA days after discontinuation of 1 .	Production of the representative AA - metabolites LTB4 and @DRUG$ isolated monocytes stimulated the ionophore A23187 were measured ex vivo before therapy with 1.8- @DRUG$ ( 3 x mg / day ) , after three days of treatment ( day 4 ) and days after discontinuation of 1 .	Production of the representative AA - metabolites LTB4 and @DRUG$ from isolated monocytes stimulated with the calcium ionophore A23187 were measured ex vivo before therapy with 1.8- @DRUG$ ( 3 x 200 mg / day ) , after three days of treatment ( day 4 )	0
0	BP control can be enhanced with a more consistent 24-hour BP-lowering profile by using single-pill, fixed-dose combination therapy with @DRUG$ plus @DRUG$ (HCTZ).	BP control can be enhanced with a more reproducible 24 - hour BP - lowering profile by using single - lozenge , fixate - dose combination therapy with @DRUG$ plus @DRUG$ ( HCTZ ) .	BP control can be BP with a more - 24 - hour enhanced consistent lowering profile by using single - pill , fixed - ( combination therapy with @DRUG$ plus @DRUG$ dose HCTZ ) .	BP control can be enhanced with a more consistent 24 - hour BP - lowering profile by using single - , fixed - dose combination therapy with @DRUG$ plus @DRUG$ ( HCTZ ) .	Using a single-pill, fixed-dose combination therapy of @DRUG$ plus @DRUG$ (HCTZ) can help to achieve more consistent blood pressure control throughout the day.	0
0	BACKGROUND: Ozanimod is a @DRUG$ 1-@DRUG$ receptor modulator, which selectively binds to sphingosine 1-phosphate receptor subtypes 1 and 5 with high affinity.	downplay : Ozanimod is a @DRUG$ 1 -@DRUG$ receptor modulator , which selectively binds to sphingosine 1 - phosphate receptor subtypes 1 and 5 with high kinship .	BACKGROUND : Ozanimod is receptor @DRUG$ 1 -@DRUG$ a sphingosine , which selectively binds to modulator 1 - phosphate receptor subtypes 1 and 5 with high affinity .	BACKGROUND : Ozanimod is a @DRUG$ 1 -@DRUG$ receptor modulator , which to sphingosine phosphate receptor subtypes 1 5 with high affinity	@DRUG$ is a molecule that selectively binds to receptors called @DRUG$s with high affinity.	0
0	At 400 @DRUG$, tepoxalin is a dual inhibitor of cyclooxygenase (@DRUG$) and 5-lipoxygenase (5-LO) in blood and synovial tissue.	At 400 @DRUG$ , tepoxalin is a double inhibitor of cyclooxygenase ( @DRUG$ ) and 5 - lipoxygenase ( 5 - LO ) in blood and synovial tissue paper .	At 400 @DRUG$ , tepoxalin tissue a dual inhibitor of cyclooxygenase ( @DRUG$ ) and 5 - lipoxygenase ( ) - LO 5 in blood and synovial is .	At 400 @DRUG$ , tepoxalin is dual inhibitor of cyclooxygenase ( @DRUG$ and 5 - lipoxygenase ( 5 - LO ) in blood and tissue .	At 400 @DRUG$ , tepoxalin is a dual inhibitor of cyclooxygenase ( @DRUG$ ) and 5 - lipoxygenase ( 5 - LO ) in blood and synovial tissue ."This means that at 400 DRUGA , tepoxalin	0
0	The potent and selective antagonist @DRUG$ may offer a possible therapeutic tool for use not only in functional gastrointestinal disorders, such as irritable bowel syndrome, constipation, gastroesophageal reflux disease and functional dyspepsia, but also in other pathologies, such @DRUG$ biliary colics, pancreatic diseases and gastrointestinal tumors.	The potent and selective antagonist @DRUG$ crataegus oxycantha offer a possible therapeutic tool for purpose not only in functional gastrointestinal disorders , such as tetchy intestine syndrome , constipation , gastroesophageal reflux disease and functional dyspepsia , but also in other pathologies , such @DRUG$ biliary colics , pancreatic diseases and gastrointestinal tumor .	The potent , , antagonist @DRUG$ not offer a possible therapeutic tool may use for only in functional gastrointestinal disorders selective such as and bowel syndrome and constipation , gastroesophageal reflux disease irritable functional dyspepsia , but also in other pathologies , such @DRUG$ biliary colics , pancreatic diseases and gastrointestinal tumors .	The potent and selective antagonist @DRUG$ may offer a possible tool for use not only in functional gastrointestinal disorders such as irritable bowel syndrome constipation gastroesophageal reflux disease and dyspepsia , but also in pathologies , such @DRUG$ biliary colics , pancreatic and gastrointestinal tumors .	@DRUG$ may be useful for treating functional gastrointestinal disorders, as well as other diseases such as biliary colics, pancreatic diseases, and gastrointestinal tumors.	1
0	A combination of active @DRUG$ and @DRUG$ salts is the current medical therapy used to treat patients with XLH and inoperative TIO.	A combining of active @DRUG$ and @DRUG$ salts is the current medical therapy used to goody patients with XLH and inoperative TIO .	and combination of active @DRUG$ and @DRUG$ salts is the current medical therapy used to TIO patients with XLH A inoperative treat .	A combination of active @DRUG$ and @DRUG$ salts is current medical therapy used to treat patients with XLH and inoperative TIO .	@DRUG$ and @DRUG$ are two active ingredients in a medication that is currently used to treat patients with XLH and inoperative TIO .	0
0	An open-label multicentre trial was conducted to evaluate high-dose DDAVP (@DRUG$ @DRUG$) intranasal spray (Stimate; 1.5 mg mL(-1)), for the control of bleeding in 333 patients with mild haemophilia A, mild or moderate type 1 von Willebrand disease, or symptomatic carriers of haemophilia A. Overall, 278 patients received 2170 doses of high-dose DDAVP intranasal spray (1.5 mg mL(-1)).	An open-label multicentre trial was conducted to evaluate high- dose DDAVP ( @DRUG$ @DRUG$ ) intranasal spray ( Stimate ; 1.5 mg cubic centimetre ( - 1 ) ) , for the control of phlebotomize in 333 patient role with mild bleeders disease group a , mild or moderate case 1 von e a von willebrand disease , or symptomatic carriers of bleeders disease A. Overall , 278 patient role received 2170 dot of high - dose DDAVP intranasal spray ( 1.5 mg cubic centimetre ( - 1 ) ) .	An open-label multicentre trial was conducted to evaluate high- dose , ( @DRUG$ @DRUG$ DDAVP mild spray ( Stimate ; doses mg mL bleeding - 1 ) ) DDAVP for the control of ( in spray patients with intranasal haemophilia A ) mild or moderate type 1 von Willebrand disease , or symptomatic carriers of haemophilia A. Overall , 278 patients received 2170 1.5 of high - dose , intranasal ( 333 1.5 mg mL ( - 1 ) ) .	An open-label trial was conducted to high- dose ( @DRUG$ @DRUG$ ) intranasal ( Stimate 1.5 mg mL ( - 1 ) , for the control of bleeding in 333 with mild haemophilia , mild or moderate type 1 von Willebrand , or symptomatic carriers of haemophilia A. Overall , 278 patients received 2170 doses of high - dose DDAVP intranasal spray ( 1.5 mg mL ( - 1 ) ) .	A study was conducted to evaluate the use of a high dose of DDAVP intranasal spray (Stimate) for the control of bleeding in patients with mild haemophilia A, mild or moderate type 1 von Willebrand disease, or symptomatic carriers of haemophilia	1
0	In vitro affinity for vascular 5HT2 and alpha receptors was determined for several compounds (spiperone, ketanserin, mianserin, trazodone, mepiprazole, @DRUG$, m-trifluoro-methylphenylpiperazine, @DRUG$-chlorophenylpiperazine, and 1-(1-naphthyl)piperazine) known to interact with serotonin receptors.	In vitro affinity for vascular 5HT2 and alpha sensory receptor was find for several deepen ( spiperone , ketanserin , mianserin , trazodone , mepiprazole , @DRUG$ , m-trifluoro - methylphenylpiperazine , @DRUG$ - chlorophenylpiperazine , and 1 - ( 1 - naphthyl ) piperazine ) love to interact with  hydroxytryptamine sensory receptor .	, vitro affinity for vascular 1 and mianserin receptors was determined alpha several compounds ( spiperone , ketanserin , for , m-trifluoro , mepiprazole , @DRUG$ In trazodone - methylphenylpiperazine , @DRUG$ - chlorophenylpiperazine , and 1 - ( 5HT2 - naphthyl ) piperazine ) known to interact with serotonin receptors .	In vitro for vascular 5HT2 and receptors was determined for compounds ( spiperone , ketanserin , mianserin , trazodone mepiprazole , @DRUG$ , m-trifluoro methylphenylpiperazine , @DRUG$ - chlorophenylpiperazine , and 1 - ( 1 - piperazine ) known to interact with serotonin receptors .	The affinity of @DRUG$ for vascular 5HT2 and alpha receptors was determined to be greater than the affinity of @DRUG$ for these receptors.	0
0	4-Chloro-N-(2-methyl-1-indolinyl)-3-sulfamoylbenzamide (indapamide), an indoline-containing diuretic drug, has recently been evaluated in a large Phase III clinical trial (ADVANCE) with a fixed-dose combination of an @DRUG$-converting enzyme inhibitor, @DRUG$, and shown to significantly reduce the risks of major vascular toxicities in people with type 2 diabetes.	4 - Chloro-N-( 2-methyl-1-indolinyl ) -3-sulfamoylbenzamide ( indapamide ) , an indoline - containing diuretic drug drug , has recently been evaluated in a large form III clinical trial ( ADVANCE ) with a fixed - dose compounding of an @DRUG$ - converting enzyme inhibitor , @DRUG$ , and shown to significantly reduce the risks of john major vascular toxicity in the great unwashed with type 2 diabetes .	4 - Chloro-N-( 2-methyl-1-indolinyl ) ( -3-sulfamoylbenzamide indapamide ) , an indoline - containing diuretic drug , has recently a evaluated in a large Phase III of trial ( ADVANCE ) clinical been fixed - dose combination of type @DRUG$ an converting enzyme inhibitor , @DRUG$ , and shown to significantly reduce the risks with major vascular toxicities in people with - 2 diabetes .	4 Chloro-N-( 2-methyl-1-indolinyl ) -3-sulfamoylbenzamide ( indapamide ) , an indoline - containing diuretic drug has recently been evaluated in a large III clinical trial ( ADVANCE ) with a fixed - dose combination of an @DRUG$ - converting enzyme inhibitor , @DRUG$ , and to significantly reduce the of major vascular toxicities in people with type 2 diabetes .	4 - Chloro-N-( 2-methyl-1-indolinyl ) -3-sulfamoylbenzamide ( indapamide ) is a diuretic drug that has recently been evaluated in a large Phase III clinical trial ( ADVANCE ) with a fixed -	1
0	The total excretion of unchanged @DRUG$, apomorphine @DRUG$, and apomorphine glucuronide amounted to 0.3 +/- 0.4%, 3.8 +/- 1% and 6.0 +/- 2.2% of the administered dose, respectively.	The total voiding of unchanged @DRUG$ , apomorphine @DRUG$ , and apomorphine glucuronide amounted to 0.3 +/- 0.4 % , 3.8 +/- unity % and 6.0 +/- 2.2 % of the administered social disease , respectively .	The total excretion of unchanged @DRUG$ apomorphine , @DRUG$ , and apomorphine +/- amounted to 0.3 glucuronide 0.4 % , 3.8 +/- 2.2 % and 6.0 +/- 1 % of the administered dose , respectively .	The total excretion of unchanged @DRUG$ , apomorphine @DRUG$ , and apomorphine glucuronide amounted to 0.3 +/- 0.4 % 3.8 +/- 1 and 6.0 +/- 2.2 % of the administered dose , respectively .	The total excretion of unchanged @DRUG$ and apomorphine @DRUG$ amounted to 0.3 +/- 0.4 % and 3.8 +/- 1 % of the administered dose , respectively .	0
0	Patients receiving Gln dipeptide revealed improved nitrogen balances (cumulative balance over 5 days: -7.9 +/- 3.6 vs. -23.0 +/- 2.6 g @DRUG$), improved lymphocyte recovery on day 6 (2.41 +/- 0.27 vs. 1.52 +/- 0.17 lymphocytes/nL) and improved generation of cysteinyl-leukotrienes from polymorphonuclear neutrophil granulocytes (25.7 +/- 4.89 vs. 5.03 +/- 3.11 @DRUG$/mL).	patient receiving Gln dipeptide revealed improved nitrogen balances ( cumulative libra the balance over fivesome days : - 7.9 +/- 3.6 vs. -23.0 +/- 2.6 g @DRUG$ ) , improved lymph cell retrieval on day hexad ( 2.41 +/- 0.27 vs. 1.52 +/- 0.17 lymphocytes / nL ) and improved generation of cysteinyl- leukotrienes from polymorphonuclear neutrophil granulocytes ( 25.7 +/- 4.89 vs. 5.03 +/- 3.11 @DRUG$ / mL ) .	Patients Gln improved dipeptide revealed improved 7.9 balances ( cumulative 0.27 over 5 vs. : - nitrogen +/- 3.6 vs. -23.0 +/- 2.6 g @DRUG$ ) , improved lymphocyte recovery vs. day 6 ( 2.41 +/- balance on 1.52 +/- 0.17 lymphocytes / nL ) and receiving generation of cysteinyl- leukotrienes from polymorphonuclear neutrophil granulocytes ( 25.7 +/- 4.89 days 5.03 +/- 3.11 @DRUG$ / mL ) .	Patients Gln dipeptide revealed improved nitrogen balances ( balance over 5 days : - 7.9 +/- 3.6 vs. -23.0 +/- 2.6 g @DRUG$ ) , improved lymphocyte on day 6 ( +/- 0.27 vs. 1.52 +/- 0.17 lymphocytes / nL ) and improved generation of leukotrienes from neutrophil granulocytes ( 25.7 +/- 4.89 vs. 5.03 +/- 3.11 @DRUG$ / mL ) .	Patients receiving Gln dipeptide revealed improved nitrogen balances, improved lymphocyte recovery, and improved generation of cysteinyl- leukotrienes from polymorphonuclear neutrophil granulocytes.	1
0	@DRUG$ acts as a ligand for central @DRUG$ 5-HT1A receptors.	@DRUG$ acts as a ligand for key @DRUG$ 5 - HT1A receptors .	@DRUG$ acts as a ligand HT1A central @DRUG$ 5 - for receptors .	@DRUG$ acts as a ligand for central @DRUG$ 5 - HT1A receptors .	@DRUG$ binds to and activates central @DRUG$ receptors that are specifically for the neurotransmitter serotonin (5-HT1A).	0
0	The iodination of the tyrosyl residues of TG preceeds TH biosynthesis, which depends on the interaction of @DRUG$, @DRUG$, hydrogen peroxide (H2O2) and thyroid peroxidase (TPO) at the apical plasma membrane of thyrocytes.	The iodination of the tyrosyl residuum of TG preceeds TH biogenesis , which depends on the fundamental interaction of @DRUG$ , @DRUG$ , h peroxide ( H2O2 ) and thyroid peroxidase ( TPO ) at the apical plasma membrane of thyrocytes .	The iodination of the tyrosyl residues ( , preceeds depends plasma , which TH on the interaction of @DRUG$ TG @DRUG$ , hydrogen peroxide of H2O2 ) and thyroid peroxidase ( TPO ) at the apical biosynthesis membrane of thyrocytes .	The iodination of the tyrosyl of TG TH biosynthesis , which depends on the interaction of @DRUG$ , @DRUG$ , hydrogen peroxide H2O2 ) and thyroid peroxidase ( TPO ) at the apical plasma membrane thyrocytes .	The iodination of the tyrosyl residues of TG preceeds TH biosynthesis , which depends on the interaction of @DRUG$ and @DRUG$ at the apical plasma membrane of thyrocytes .	0
0	Radioactivity disappeared from sheep blood between 2 and 7 d, from @DRUG$ blood between 7 and 14 @DRUG$, and from quail blood between 1 and 2 d. Urine accounted for 35% of the radioactivity administered to sheep.	Radioactivity disappeared from sheep blood between 2 and sevener d , from @DRUG$ blood between sevener and 14 @DRUG$ , and from recoil blood between ane and 2 d. Urine accounted for 35 % of the radiation administered to sheep .	d. the from sheep blood disappeared 2 and and d , from @DRUG$ blood between 7 and 14 @DRUG$ , and from quail blood between 1 7 2 Radioactivity Urine accounted for 35 % of between radioactivity administered to sheep .	Radioactivity disappeared from sheep blood between 2 and 7 d , from @DRUG$ blood between and 14 @DRUG$ , and from quail blood between 1 and 2 d. Urine accounted for 35 % of the radioactivity administered to sheep .	Radioactivity disappeared from sheep blood between 2 and 7 d , from @DRUG$ blood between 7 and 14 @DRUG$ , and from quail blood between 1 and 2 d. Urine accounted for 35 % of the radioactivity administered to sheep ."In other words, DRUGA and	0
0	CONCLUSION: The literature review and the observational study support the use of low-dose @DRUG$ (< or =5 mg) on top of oral loop diuretics, @DRUG$ an effective and relatively safe treatment in contemporary outpatients with refractory HF.	stopping point : The literature review and the observational hit the books support the use of low-dose @DRUG$ ( < or =5 mg ) on top of viva voce loop diuretics , @DRUG$ an effectual and relatively safe treatment in contemporary outpatients with refractory HF .	CONCLUSION : The safe review and the observational study support the use of low-dose @DRUG$ ( < or oral with ) on top of =5 loop diuretics , @DRUG$ an literature and relatively effective treatment in contemporary outpatients mg refractory HF .	CONCLUSION : The literature review and the study support the use of low-dose @DRUG$ ( < or mg ) on top of oral loop diuretics @DRUG$ an effective and relatively safe treatment in contemporary outpatients with refractory HF .	Low-dose @DRUG$ ( < or =5 mg ) on top of oral loop diuretics is an effective and relatively safe treatment in contemporary outpatients with refractory HF.	1
0	Two novel agents, tandamine (@DRUG$; a thiopyrano (3,4-b) indole) and pirandamine (PA; an indeno (2,1-c)pyran), and the tricyclic antidepressants desimipramine (DMI), imipramine (I) and amitriptyline (A) were compared in various in vivo pharmacological tests and for @DRUG$ (NE) and 5-hydroxytryptamine (5-HT) neuronal uptake inhibition.	Two novel agents , tandamine ( @DRUG$ ; a thiopyrano ( 3,4 - vitamin b ) indole ) and pirandamine ( pa ; an indeno ( 2,1 - c ) pyran ) , and the tricyclic antidepressant drug antidepressants desimipramine ( DMI ) , imipramine ( ace ) and amitriptyline ( group a ) were compared in various in vivo pharmacological tests and for @DRUG$ ( cornhusker state ) and 5 - hydroxytryptamine ( 5 - HT ) neuronal uptake suppression .	Two novel agents , tandamine ) @DRUG$ ; a thiopyrano ( 3,4 - b ) indole ) and pirandamine ( PA ; an amitriptyline ( 2,1 - c ) and ) , pyran ) tricyclic were desimipramine ( DMI ) , imipramine ( I ) and indeno ( A ( antidepressants compared in various in vivo pharmacological tests and and @DRUG$ ( NE ) for 5 - hydroxytryptamine ( 5 - HT the neuronal uptake inhibition .	Two novel agents , tandamine ( @DRUG$ ; a thiopyrano ( 3,4 - b ) indole ) and pirandamine ( PA an indeno ( 2,1 c ) pyran ) , and the tricyclic antidepressants desimipramine ( DMI ) , imipramine I ) and amitriptyline ( A ) were compared in various vivo tests and for @DRUG$ ( NE ) 5 - hydroxytryptamine 5 - HT ) neuronal uptake inhibition .	The two novel agents, tandamine (@DRUG$) and pirandamine (PA), are compared to the tricyclic antidepressants desimipramine (DMI), imipramine (I), and amitriptyline (A) in various in vivo pharmacological	1
0	79:13139-13149, 2005; D. C. Quenelle, R. M. Buller, S. Parker, @DRUG$. A. Keith, @DRUG$. E. Hruby, et al., Antimicrob.	79:13139-13149 , 2005 ; D. C. Quenelle , R. M. Buller , S. yardbird parker , @DRUG$ . A. Keith , @DRUG$ . E. Hruby , et al. , Antimicrob .	, , 2005 . D. C. Hruby 79:13139-13149 R. M. Buller , S. Parker , @DRUG$ . A. Keith , @DRUG$ ; E. Quenelle , et al. , Antimicrob .	, 2005 ; D. C. Quenelle , R. M. Buller , S. Parker , . A. Keith , @DRUG$ . E. Hruby , et al. , Antimicrob .	@DRUG$ is a protein that is produced by the bacterium Streptomyces avermitilis. @DRUG$ is a protein that is produced by the bacterium Escherichia coli. The two proteins are related in that they both inhibit the growth of other bacteria.	0
0	In both interaction studies, 90% confidence intervals for geometric least squares mean ratios of area under the curve and maximum plasma concentrations for each drug were within the predefined interval (80-125%) indicating no drug-drug interaction between @DRUG$ and avibactam, or ceftazidime-avibactam and @DRUG$.	In both fundamental interaction studies , 90 % confidence intervals for geometrical least squares mean ratios of area under the curve and utmost plasma concentrations for each drug were inside the predefined interval (  - 125 % ) indicating no drug-drug fundamental interaction between @DRUG$ and avibactam , or ceftazidime -avibactam and @DRUG$ .	In both interaction studies 80 90 no confidence intervals for geometric least squares mean ratios maximum area under the curve and were plasma concentrations for each the of within drug predefined interval ( , - 125 % ) indicating % drug-drug interaction between @DRUG$ and avibactam , or ceftazidime -avibactam and @DRUG$ .	In both studies , 90 % confidence intervals geometric least squares mean ratios of area under the and maximum plasma concentrations for each drug were within the predefined interval ( 80 - 125 % ) indicating no drug-drug between @DRUG$ avibactam , or ceftazidime -avibactam and @DRUG$ .	There is no drug-drug interaction between @DRUG$ and avibactam, or ceftazidime-avibactam.	1
0	The licensed anti-HIV drugs fall into five categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine); nucleotide reverse transcriptase inhibitors (NtRTIs: tenofovir disoproxil fumarate); non-nucleoside reverse transcriptase inhibitors (NNRTIs: nevirapine, delavirdine and efavirenz); protease inhibitors (PIs: saquinavir, @DRUG$, ritonavir, nelfinavir, amprenavir, lopinavir, atazanavir and @DRUG$); and fusion inhibitors (FIs: enfuvirtide).	The license anti-HIV drugs declension into five categories : nucleoside turn transcriptase inhibitors ( nrti : retrovir , didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ) ; nucleotide turn transcriptase inhibitors ( NtRTIs : tenofovir disoproxil fumarate ) ; non-nucleoside turn transcriptase inhibitors ( NNRTIs : nevirapine , rescriptor and efavirenz ) ; proteinase inhibitors ( pi : saquinavir , @DRUG$ , ritonavir , nelfinavir , amprenavir , lopinavir , atazanavir and @DRUG$ ) ; and fusion inhibitors ( FIs : enfuvirtide ) .	The licensed anti-HIV drugs nucleoside into five categories : ( reverse transcriptase inhibitors fall NRTIs : zidovudine , didanosine , zalcitabine delavirdine nevirapine , lamivudine , abacavir and emtricitabine ) ; nucleotide reverse transcriptase inhibitors ( NtRTIs nelfinavir tenofovir ) fumarate ) ; non-nucleoside reverse transcriptase stavudine ( NNRTIs : inhibitors , , and efavirenz ) ; protease inhibitors disoproxil PIs : saquinavir , @DRUG$ , ritonavir , : , amprenavir , lopinavir , atazanavir and @DRUG$ ) ; and fusion inhibitors ( FIs : enfuvirtide ( .	The licensed anti-HIV drugs fall into five : nucleoside transcriptase inhibitors NRTIs : zidovudine didanosine , zalcitabine , stavudine , lamivudine , abacavir ) ; nucleotide reverse transcriptase inhibitors ( NtRTIs : tenofovir disoproxil fumarate ) ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs : nevirapine delavirdine and efavirenz ) ; protease inhibitors ( PIs : saquinavir , @DRUG$ , ritonavir , nelfinavir , amprenavir , lopinavir , atazanavir @DRUG$ ) ; and fusion inhibitors ( FIs : ) .	The licensed anti-HIV drugs fall into five categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitab	1
0	The proportion of patients with measurable disease achieving objective response was 83% (five of six patients) in the combination of @DRUG$ with @DRUG$, 40% (six of 15 patients) in the combination of tucatinib with trastuzumab, and 61% (14 of 23 patients) in the combination of tucatinib with both capecitabine and trastuzumab.	The proportion of patients with measurable disease reach objective response was 83 % ( v of vi patients ) in the combination of @DRUG$ with @DRUG$ , 40 % ( vi of 15 patients ) in the combination of tucatinib with trastuzumab , and sixty one % ( fourteen of  patients ) in the combination of tucatinib with both capecitabine and trastuzumab .	The , of patients with trastuzumab disease achieving objective response % 83 % ( five of six patients ) in the combination of @DRUG$ with @DRUG$ 15 40 was ( six of proportion patients ) in the combination of the with trastuzumab , and both % ( 14 of 23 patients ) in tucatinib combination of tucatinib with 61 capecitabine and measurable .	The proportion of patients with disease objective response was 83 % ( five of six patients ) in the combination of @DRUG$ with @DRUG$ , % ( six of 15 patients ) in the combination of tucatinib with trastuzumab , and 61 % ( 14 of 23 patients ) in combination of tucatinib with both capecitabine and trastuzumab .	The proportion of patients with measurable disease achieving objective response was 83 % ( five of six patients ) in the combination of @DRUG$ with @DRUG$ , 40 % ( six of 15 patients ) in the combination of tucatinib with trastuzumab , and 61 % ( 14 of	0
1	These cells exhibited saturable Na(+)-dependent uptake of [3H]taurocholate [Michaelis constant (@DRUG$(m)) of approximately 34 microM] that was strongly inhibited by all major bile salts, estrone 3-sulfate, bumetanide, and @DRUG$. Ntcp cRNA-injected Xenopus laevis oocytes and the transfected CHO cells exhibited saturable Na(+)-dependent uptake of [3H]taurochenodeoxycholate (Km of approximately 5 microM), [3H]tauroursodeoxycholate (Km of approximately 14 microM), and [14C]glycocholate (Km of approximately 27 microM).	These cells demonstrate saturable na ( + ) - pendant intake of [ 3H ] taurocholate [ Michaelis constant ( @DRUG$ ( k ) ) of close to xxxiv microM ] that was powerfully inhibited by all major bile salts , estrone 3 - sulfate , bumetanide , and @DRUG$ . Ntcp cRNA - injected genus xenopus laevis oocytes and the transfected CHO cells demonstrate saturable na ( + ) - pendant intake of [ 3H ] taurochenodeoxycholate ( Km of close to 5 microM ) , [ 3H ] tauroursodeoxycholate ( Km of close to fourteen microM ) , and [ 14C ] glycocholate ( Km of close to xxvii micr oM ) .	These cells Km saturable Na ( Na ) - dependent uptake of [ that ] taurocholate 27 Michaelis constant ( @DRUG$ ( m taurochenodeoxycholate ) of approximately 34 microM ] 3H was strongly inhibited by Xenopus major bile salts , estrone 3 5 sulfate , ( , and @DRUG$ . Ntcp cRNA - injected all ] oocytes and the transfected CHO cells exhibited saturable + ( + ) - dependent uptake of [ 3H ] ) ( exhibited of approximately - microM ) , Km 3H oM tauroursodeoxycholate bumetanide [ of approximately 14 microM ) , and [ 14C laevis glycocholate ( Km of approximately [ micr ] ) .	These cells exhibited saturable Na ( + ) - dependent uptake of [ 3H ] taurocholate [ Michaelis constant ( @DRUG$ ( m ) ) of approximately 34 microM ] that strongly inhibited by all major bile salts estrone - sulfate , bumetanide , and @DRUG$ . Ntcp cRNA - injected Xenopus and the transfected CHO cells saturable ( + ) - dependent of [ 3H ] taurochenodeoxycholate ( Km of approximately 5 microM ) , [ 3H ] tauroursodeoxycholate ( Km of approximately 14 microM ) and [ 14C ] glycocholate ( Km of approximately 27 micr oM ) .	@DRUG$ is a molecule that is taken up by cells via a process that is Na ( + ) - dependent. This uptake is strongly inhibited by all major bile salts, estrone 3 - sulfate, bumetanide, and @DRUG$. DRUGB is a molecule that	0
0	RESULTS: After a median follow-up of 55.7 months (range 0-89.7), 809 events contributing to the analysis of disease-free survival had been reported (354 @DRUG$, 455 tamoxifen); unadjusted hazard ratio 0.76 (95% CI 0.66-0.88, @DRUG$=0.0001) in favour of exemestane, absolute benefit 3.3% (95% CI 1.6-4.9) by end of treatment (ie, 2.5 years after randomisation).	RESULTS : After a median follow - up of 55.7 months ( cast 0-89.7 ) , 809 upshot contributing to the analysis of disease - free selection had been reported ( 354 @DRUG$ , 455 tamoxifen ) ; unadjusted hazard ratio 0.76 ( 95 % CI 0.66-0.88 , @DRUG$=0.0001 ) in favour of exemestane , right down benefit 3.3 % ( 95 % CI 1.6-4.9 ) by cease of discourse ( ie , 2.5 years after randomization ) .	RESULTS : After a by follow - up of 55.7 months , range ) 0-89.7 ( 809 events contributing to the analysis of disease - free survival had been reported ( 354 @DRUG$ , 455 tamoxifen ) ; unadjusted hazard ratio 0.76 ( 95 % CI 0.66-0.88 , @DRUG$=0.0001 2.5 treatment favour in exemestane , of benefit 3.3 % ( 95 % CI 1.6-4.9 ) median end absolute of ( ie , ) years after randomisation ) .	RESULTS : After a median - up of 55.7 months ( range 0-89.7 ) , 809 events contributing to the analysis of disease - free survival had been reported ( 354 , 455 tamoxifen ) ; unadjusted 0.76 ( 95 % CI 0.66-0.88 , ) in favour of exemestane , absolute 3.3 % ( 95 % CI 1.6-4.9 ) end of treatment ( ie 2.5 years after randomisation ) .	After a median follow-up of 55.7 months (range 0-89.7), 809 events contributing to the analysis of disease-free survival had been reported (354 @DRUG$, 455 tamoxifen); unadjusted hazard ratio 0.76 (95% CI 0.66	1
1	Racemic @DRUG$ compared to @DRUG$ in hospitalized young children with bronchiolitis; a randomized controlled clinical trial [ISRCTN46561076].	Racemic @DRUG$ compared to @DRUG$ in hospitalise young child with bronchiolitis ; a randomized controlled clinical trial [ ISRCTN46561076 ] .	Racemic @DRUG$ compared to @DRUG$ in hospitalized young with [ bronchiolitis ; a randomized controlled clinical trial children ISRCTN46561076 ] .	Racemic @DRUG$ compared to @DRUG$ in hospitalized young children with bronchiolitis ; a randomized controlled clinical trial [ ISRCTN46561076 ] .	Racemic @DRUG$ is compared to @DRUG$ in a randomized controlled clinical trial.	0
1	@DRUG$ prolongs activated partial thromboplastin time, @DRUG$ time, thrombin time and activated clotting time (ACT).	@DRUG$ prolongs activated partial thromboplastin time , @DRUG$ time , thrombin time and activated curdling time ( enactment ) .	@DRUG$ prolongs ACT partial thromboplastin time , @DRUG$ time , thrombin time and clotting activated time ( activated ) .	@DRUG$ prolongs activated partial thromboplastin time , @DRUG$ time , thrombin time and activated clotting time ( ) .	@DRUG$ prolongs the time it takes for blood to clot, while @DRUG$ does not.	0
0	@DRUG$ is a major component of essential oil isolated from the @DRUG$ (Myrtaceae), which has been widely used as a herbal drug.	@DRUG$ is a john major component of essential oil isolated from the @DRUG$ ( Myrtaceae ) , which has been widely used as a herbal do drugs .	@DRUG$ is a major component of the oil isolated from essential @DRUG$ ( Myrtaceae ) which , has been widely used as a herbal drug .	@DRUG$ is a major component of essential oil isolated from the @DRUG$ ( Myrtaceae ) , which has been widely used as a herbal drug .	@DRUG$ is a major component of an essential oil found in the @DRUG$, which has been widely used as a herbal drug.	0
0	Activity of 15 compounds, given alone or in mixtures [butamisole, cambendazole, caviphos, febantel (alone or with trichlorfon), fenbendazole, @DRUG$, levamisole-piperazine, @DRUG$, oxibendazole, pyrantel pamoate (alone or with piperazine-carbon disulfide complex), thiabendazole (alone or with piperazine or with trichlorfon), tioxidazole, and trichlorfon], against Thelazia lacrymalis was evaluated in 102 equids.	bodily function of fifteen compounds , collapse only or in miscellanea [ butamisole , cambendazole , caviphos , febantel ( only or with trichlorfon ) , fenbendazole , @DRUG$ , levamisole - piperazine , @DRUG$ , oxibendazole , pyrantel pamoate ( only or with piperazine - carbon disulfide complex ) , thiabendazole ( only or with piperazine or with trichlorfon ) , tioxidazole , and trichlorfon ] , against Thelazia lacrymalis was judge in 102 equine .	) of 15 compounds , given alone or in mixtures [ butamisole , cambendazole , caviphos , febantel ( alone or with trichlorfon ) in fenbendazole , @DRUG$ , levamisole - piperazine , @DRUG$ , oxibendazole carbon lacrymalis pamoate ( trichlorfon or with piperazine - with disulfide complex Activity , thiabendazole ( alone or with piperazine or , trichlorfon ) , tioxidazole , and alone ] was against Thelazia pyrantel , evaluated , 102 equids .	Activity of 15 compounds , given alone in mixtures [ butamisole cambendazole , caviphos , febantel ( alone or trichlorfon , fenbendazole , @DRUG$ , levamisole - piperazine , @DRUG$ , oxibendazole , pyrantel pamoate ( alone or piperazine - carbon disulfide complex ) , thiabendazole ( alone or with piperazine trichlorfon ) , tioxidazole , and trichlorfon ] , against lacrymalis was evaluated in 102 equids .	The activity of 15 compounds against Thelazia lacrymalis was evaluated in 102 equids, with either the compounds given alone or in mixtures. Butamisole, cambendazole, caviphos, febantel (alone or with trichlorfon	1
0	The development of @DRUG$ during the last 5 years for the treatment of smallpox and for its potential use @DRUG$ adjunct to smallpox vaccine is reviewed here.	The development of @DRUG$ during the last 5 years for the treatment of smallpox and for its likely use @DRUG$ adjunct to smallpox vaccinum is reviewed here .	The development of @DRUG$ during smallpox last 5 years for smallpox treatment of the and for its potential use @DRUG$ adjunct to the vaccine is reviewed here .	The development of @DRUG$ during the last 5 years for the of smallpox and for its potential use @DRUG$ adjunct to smallpox vaccine reviewed here .	@DRUG$ was developed in the last 5 years specifically for the treatment of smallpox, and it may also be used as an adjunct to smallpox vaccine.	1
0	The tertiary amine appears to make a non-conventional @DRUG$ bond, via its N-methyl group, to @DRUG$-72, near the top of the gorge.	The tertiary amine appears to make a non-conventional @DRUG$ bond , via its N-methyl group , to @DRUG$ - 72 , nigh the top off of the gorge .	The via amine appears to make a non-conventional @DRUG$ bond , tertiary its N-methyl group , near @DRUG$ - 72 , to the top of the gorge .	The tertiary amine appears to make a non-conventional @DRUG$ bond , via its N-methyl group , to @DRUG$ - , near the top of the gorge .	@DRUG$ is bonded to @DRUG$ via a tertiary amine group, which is attached to DRUGB near the top of the gorge.	0
0	There were no changes in biochemical data including serum sodium, potassium, chloride, @DRUG$, alanine aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, @DRUG$ Alc, and glucose metabolism parameters (insulin sensitivity, glucose effectiveness, and acute insulin response) from frequently sampled intravenous glucose tolerance test after indapamide or placebo therapy.	There were no changes in biochemical data let in blood serum sodium , k , chloride , @DRUG$ , alanine aminotransferase , aspartate aminotransferase , blood urea nitrogen , creatinine , lipoid profiles , fasting blood glucose , insulin , @DRUG$ Alc , and glucose metabolism parameters ( insulin sensitivity , glucose effectiveness , and acute insulin reception ) from frequently sampled endovenous glucose tolerance mental test after indapamide or placebo therapy .	There were sampled changes in serum data including biochemical sodium , potassium , metabolism , @DRUG$ , alanine aminotransferase , aspartate aminotransferase , blood urea nitrogen , creatinine , lipid profiles insulin fasting blood glucose , , ( @DRUG$ Alc , and glucose chloride parameters insulin , sensitivity , glucose effectiveness , and acute insulin response ) from or no intravenous glucose tolerance test after indapamide frequently placebo therapy .	There were in biochemical data including serum sodium , potassium , chloride @DRUG$ , alanine aminotransferase aspartate aminotransferase , blood urea , creatinine , lipid profiles , fasting blood , insulin , @DRUG$ Alc and glucose metabolism parameters ( insulin sensitivity , glucose effectiveness , and acute insulin response ) frequently sampled intravenous glucose tolerance test after indapamide or placebo therapy .	There were no changes in biochemical data including serum sodium, potassium, chloride, @DRUG$, alanine aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, @DRUG$	0
0	RESULTS: After 104 weeks of therapy, the rosuvastatin group had lower levels of LDL cholesterol than the @DRUG$ group (62.6 vs. 70.2 mg per deciliter [1.62 vs. 1.82 mmol per liter], @DRUG$<0.001), and higher levels of high-density lipoprotein (HDL) cholesterol (50.4 vs. 48.6 mg per deciliter [1.30 vs. 1.26 mmol per liter], P=0.01).	RESULTS : After 104 weeks of therapy , the rosuvastatin group had lowly story of ldl cholesterin than the @DRUG$ group ( 62.6 vs. 70.2 mg per dl [ 1.62 vs. 1.82 mmol per cubic decimetre ] , @DRUG$ < 0.001 ) , and higher story of high-density lipoprotein ( hdl ) cholesterin ( 50.4 vs. 48.6 mg per dl [ 1.30 vs. 1.26 mmol per cubic decimetre ] , P=0.01 ) .	RESULTS : After 104 weeks of ) , the rosuvastatin group 48.6 lower levels of LDL cholesterol , therapy @DRUG$ group ( 62.6 vs. 70.2 mg liter P=0.01 [ 1.62 vs. 1.82 mmol per per ] , @DRUG$ < 0.001 ) than and higher levels of per lipoprotein ( HDL ) cholesterol ( 50.4 vs. had mg per deciliter [ 1.30 vs. 1.26 mmol high-density liter ] , deciliter the .	RESULTS : After 104 weeks of therapy , rosuvastatin group had lower levels of LDL cholesterol than @DRUG$ group ( 62.6 vs. 70.2 mg per deciliter [ 1.62 vs. 1.82 mmol per liter ] , @DRUG$ < 0.001 ) , and higher levels high-density lipoprotein ( HDL ) cholesterol ( 50.4 vs. 48.6 mg per deciliter [ 1.30 vs. mmol per liter ] , P=0.01 )	After 104 weeks of therapy, the rosuvastatin group had lower levels of LDL cholesterol than the @DRUG$ group (62.6 vs. 70.2 mg per deciliter [1.62 vs. 1.82 mmol per liter]), and higher levels of high-density lip	1
1	Furthermore, the early insulin exposure and action of insulin glulisine were slightly -- but consistently -- greater than those of @DRUG$ in healthy volunteers across a wide range of BMIs.Meal studies in patients with type 1 diabetes show that insulin glulisine provides better postprandial blood glucose control than regular @DRUG$ when administered immediately pre-meal, and equivalent control when given after the meal.	Furthermore , the early insulin photograph and action of insulin glulisine were slimly -- but consistently -- greater than those of @DRUG$ in healthy volunteers across a wide range of BMIs . Meal written report in patients with type 1 diabetes read that insulin glulisine provides better postprandial blood glucose control than unconstipated @DRUG$ when distribute immediately pre-meal , and equivalent control when given after the meal .	but , the early insulin exposure and action of insulin glulisine were slightly -- Furthermore consistently pre-meal greater than those @DRUG$ @DRUG$ studies healthy volunteers across a wide administered of BMIs . show in in patients with type 1 diabetes Meal that insulin glulisine provides better postprandial blood glucose control than regular of when range immediately -- , and equivalent control when given after the meal .	Furthermore , the early insulin exposure and action of insulin glulisine were slightly -- consistently -- greater than those of @DRUG$ in healthy volunteers across a wide range of BMIs . Meal studies in patients with 1 diabetes that insulin glulisine provides better postprandial blood control than regular @DRUG$ when administered immediately pre-meal , and equivalent control when after meal .	Insulin glulisine is more effective than regular @DRUG$ in controlling blood sugar levels when given before meals, but is just as effective when given after meals.	1
0	The doses were 6.2 mg/kg body weight and 15.5 mg/kg body weight and 15.5 @DRUG$/kg body weight, together with four-per-cent ethoxose @DRUG$ suspension fluid.	The venereal infection were 6.2 mg / kg body weight and 15.5 mg / kg body weight and 15.5 @DRUG$ / kg body weight , unitedly with four-per-cent ethoxose @DRUG$ reprieve fluid .	The doses mg 6.2 were / kg / weight and 15.5 mg weight kg body / and 15.5 @DRUG$ body kg body weight , together with four-per-cent ethoxose @DRUG$ suspension fluid .	The doses were 6.2 mg / kg body weight and 15.5 mg kg body weight and 15.5 @DRUG$ / kg body weight , together with four-per-cent ethoxose @DRUG$ suspension fluid	For every 15.5 mg of @DRUG$ administered, there must also be 4 mg of @DRUG$ administered.	0
1	Rats anesthetized with tiletamine-@DRUG$ had increased mean arterial blood pressure and less respiratory depression than did rats anesthetized with sodium @DRUG$.	Rats anesthetized with tiletamine - @DRUG$ had increased mean arterial origin pressure and less respiratory depression than did rats anesthetized with na @DRUG$ .	Rats anesthetized with did - @DRUG$ tiletamine increased mean arterial blood pressure and less respiratory depression than had rats anesthetized with sodium @DRUG$ .	Rats anesthetized with tiletamine @DRUG$ had increased mean arterial blood pressure and respiratory depression than did rats anesthetized with sodium @DRUG$ .	Rats anesthetized with tiletamine (@DRUG$) had increased mean arterial blood pressure and less respiratory depression than did rats anesthetized with sodium (@DRUG$).	0
0	Telmisartan 80 mg/day was more effective than submaximal dosages of @DRUG$ (50 mg/day) or valsartan (80 @DRUG$/day) and was as effective as a fixed-dose combination of losartan 50 mg plus hydrochlorothiazide 12.5 mg over the last 6 hours of the dosage interval and the whole 24-hour postdose interval.	Telmisartan fourscore mg / day was more effective than submaximal dosages of @DRUG$ ( l mg / day ) or valsartan ( fourscore @DRUG$ / day ) and was as effective as a fasten - dose combination of losartan l mg plus hydrochlorothiazide 12.5 mg over the last 6 hr of the dose interval and the whole 24 - hr postdose interval .	day 80 dose / of was more effective than submaximal dosages of @DRUG$ ( 50 mg / Telmisartan ) or valsartan ( 80 @DRUG$ / day ) and was as effective as a fixed - mg combination plus losartan 50 mg day hydrochlorothiazide 12.5 mg the the last 6 hours of the dosage interval and over whole 24 - hour postdose interval .	Telmisartan 80 mg / day was more effective than submaximal dosages of @DRUG$ 50 mg / day ) or valsartan ( 80 @DRUG$ / day ) and was as effective as a fixed - combination of 50 mg plus hydrochlorothiazide 12.5 mg 6 hours of the dosage interval and the 24 postdose interval .	Telmisartan 80 mg / day was more effective than submaximal dosages of @DRUG$ ( 50 mg / day ) or valsartan ( 80 @DRUG$ / day ) and was as effective as a fixed - dose combination of losartan 50 mg plus hydrochloroth	0
1	Comparative evaluation of positron emission tomography radiotracers for imaging the norepinephrine transporter: (S,S) and (R,R) enantiomers of reboxetine analogs ([11C]methylreboxetine, 3-Cl-[11C]methylreboxetine and [18F]fluororeboxetine), (R)-[11C]@DRUG$, [11C]@DRUG$ and [11C]lortalamine.	relative rating of antielectron emission tomography radiotracers for imaging the norepinephrine transporter : ( S,S ) and ( roentgen , roentgen ) enantiomorph of edronax analogs ( [ 11C ] methylreboxetine , 3 - Cl - [ 11C ] methylreboxetine and [ 18F ] fluororeboxetine ) , ( roentgen ) -[ 11C ] @DRUG$ , [ 11C ] @DRUG$ and [ 11C ] lortalamine .	Comparative evaluation enantiomers positron emission tomography radiotracers for imaging the ( R : ( reboxetine ) [ ( R , transporter ) of methylreboxetine S,S analogs norepinephrine and 11C ] of , 3 - Cl - [ 11C ] methylreboxetine and [ 18F ] fluororeboxetine ) , ( R ) -[ 11C ] @DRUG$ , [ 11C ] @DRUG$ and [ 11C ] lortalamine .	Comparative evaluation of positron emission tomography radiotracers for imaging the norepinephrine transporter : ( S,S ) and ( R R ) enantiomers of reboxetine analogs ( [ 11C ] methylreboxetine , 3 - Cl - [ 11C ] methylreboxetine and [ 18F ] fluororeboxetine ) , ( R ) -[ 11C ] @DRUG$ , 11C ] @DRUG$ and [ 11C ] lortalamine .	Comparative evaluation of positron emission tomography radiotracers for imaging the norepinephrine transporter : ( S,S ) and ( R , R ) enantiomers of reboxetine analogs ( [ 11C ] methylreboxetine , 3 - Cl - [ 11	1
0	9 alpha-Fluorocortisol (9 alpha FF) is about 200 times more potent as a mineralocorticoid than cortisol (F) in man, although it binds with the @DRUG$ affinity as @DRUG$ and aldosterone to the human mineralocorticoid receptor.	9 alpha- Fluorocortisol ( 9 alpha FF ) is about 200 clock more potent as a mineralocorticoid than cortisol ( F ) in humanity , although it binds with the @DRUG$ affinity as @DRUG$ and aldosterone to the man mineralocorticoid sense organ .	9 alpha- Fluorocortisol ( 9 alpha FF ) binds about , times more potent as cortisol mineralocorticoid than a ( F ) in man 200 to it is with the @DRUG$ affinity as @DRUG$ and aldosterone although the human mineralocorticoid receptor .	9 alpha- Fluorocortisol ( 9 alpha FF is about times more potent as a than cortisol ( F ) in man , although it binds with @DRUG$ affinity as @DRUG$ and aldosterone to the human mineralocorticoid receptor .	9 alpha- Fluorocortisol ( 9 alpha FF ) is about 200 times more potent as a mineralocorticoid than cortisol ( F ) in man , although it binds with the @DRUG$ affinity as @DRUG$ and aldosterone to the human mineralocorticoid receptor	0
0	The plasma @DRUG$ concentration was lower after the meal with D-chiroinositol compared to the control meal at 150, 240, 270 and 300 min (@DRUG$'s < or = 0.05).	The plasma @DRUG$ concentration was lower after the meal with D-chiroinositol compared to the keep in line meal at  , 240 , 270 and ccc min ( @DRUG$ 's < or = 0.05 ) .	The plasma @DRUG$ concentration was lower after the meal to D-chiroinositol compared with control the meal at 150 ( 240 , 270 and 300 min , @DRUG$ 's < or = 0.05 ) .	The plasma @DRUG$ concentration was lower after the meal with D-chiroinositol compared to the control meal at 150 , 240 , 300 min ( @DRUG$ 's < or = 0.05 ) .	The plasma @DRUG$ concentration was lower after the meal with D-chiroinositol compared to the control meal at 150, 240, 270 and 300 min (@DRUG$'s < or = 0.05).	0
1	In contrast, cefdinir, @DRUG$, cefprozil, and cefuroxime were highly active against penicillin-susceptible Streptococcus pneumoniae and retained some activity against penicillin-intermediate strains, whereas @DRUG$/clavulanate was the most active against S. pneumoniae, including most penicillin nonsusceptible strains.	in contrast , cefdinir , @DRUG$ , cefprozil , and cefuroxime were extremely active against penicillin-susceptible streptococcus pneumoniae and retained some natural process against penicillin-intermediate strains , whereas @DRUG$ / clavulanate was the most active against S. pneumoniae , including most penicillin nonsusceptible strains .	cefuroxime contrast , cefdinir , @DRUG$ , activity , penicillin-intermediate In were highly active against penicillin-susceptible Streptococcus pneumoniae and retained some cefprozil most and strains , whereas @DRUG$ / clavulanate was the most active against S. pneumoniae , including against penicillin nonsusceptible strains .	, cefdinir , @DRUG$ , cefprozil , and cefuroxime were highly active against penicillin-susceptible Streptococcus pneumoniae and retained some activity against penicillin-intermediate strains , whereas @DRUG$ / clavulanate was the active S. pneumoniae , including most penicillin nonsusceptible strains .	@DRUG$ is more active than @DRUG$ against Streptococcus pneumoniae, including most penicillin nonsusceptible strains.	0
0	On endothelial cells, thrombin-cleaved @DRUG$ (PSt) @DRUG$ well as protein S in complex with C4b-binding protein (C4BP) inhibited prothrombinase activity to the same extent as protein S did.	On endothelial jail cell , thrombin-cleaved @DRUG$ ( pacific standard time ) @DRUG$ well as protein S in complex with C4b- back protein ( C4BP ) inhibited prothrombinase activity to the same extent as protein S did .	On endothelial cells as thrombin-cleaved @DRUG$ ( the ) @DRUG$ well as protein ) in complex with C4b- binding protein ( C4BP S inhibited prothrombinase activity to PSt same extent , protein S did .	On endothelial , thrombin-cleaved @DRUG$ PSt ) @DRUG$ well as protein S in complex with C4b- binding protein ( C4BP ) inhibited prothrombinase activity to same as protein S did .	Thrombin-cleaved @DRUG$ (PSt) and @DRUG$, as well as protein S in complex with C4b-binding protein (C4BP), inhibited prothrombinase activity to the same extent as protein S did.	0
0	H(1)-histamine receptor affinities for this group of typical and atypical antipsychotic drugs were significantly correlated with weight gain (Spearman rho=-0.72; p<0.01), as were affinities for alpha(1A) adrenergic (rho=-0.54; @DRUG$<0.05), @DRUG$(2C) (rho=-0.49; p<0.05) and 5-HT(6) receptors (rho=-0.54; p<0.05), whereas eight other receptors' affinities were not.	H( i ) - histamine receptor affinities for this group of typical and irregular neuroleptic agent drug were significantly correlated with system of weights gain ( Spearman rho= - 0.72 ; p<0.01 ) , as were affinities for alpha ( 1A ) sympathomimetic ( rho= -0.54 ; @DRUG$ < 0.05 ) , @DRUG$ ( 2C ) ( rho= -0.49 ; p<0.05 ) and phoebe - HT ( sextet ) receptors ( rho= -0.54 ; p<0.05 ) , whereas eight other receptors ' affinities were not .	H( 1 ) - histamine receptor affinities for atypical p<0.01 of typical not rho= antipsychotic drugs were significantly correlated with weight receptors ( Spearman rho= , 0.72 affinities group ) -0.49 as were ; for alpha ( 1A ) adrenergic ( rho= -0.54 ; @DRUG$ < 0.05 ) , @DRUG$ ( 2C ) ( rho= - ; p<0.05 ) and 5 - HT ( 6 ) gain ( this -0.54 ; p<0.05 ) , whereas eight other receptors ' affinities were and .	H( 1 ) - histamine receptor affinities for this of typical and atypical antipsychotic drugs were correlated with weight gain ( Spearman rho= - 0.72 p<0.01 , as were affinities for alpha ( 1A ) adrenergic ( rho= -0.54 @DRUG$ < 0.05 ) , @DRUG$ ( 2C ) ( rho= -0.49 ; p<0.05 ) 5 - HT ( 6 ) ( rho= -0.54 ; p<0.05 ) , eight other receptors ' affinities were not .	The affinity of a drug for a certain receptor is significantly correlated with weight gain.	1
1	Total body clearance in adults is generally in the range of 5 to 12 ml/min/kg (for @DRUG$, brompheniramine, chlorpheniramine, diphenhydramine, hydroxyzine, promethazine and triprolidine), while their elimination half-lives range from about 3 hours to about 18 days [cinnarizine about 3 hours; diphenhydramine about 4 hours; promethazine 10 to 14 hours; chlorpheniramine 14 to 25 hours; @DRUG$ about 20 hours; brompheniramine about 25 hours; astemizole and its active metabolites about 7 to 20 days (after long term administration); flunarizine about 18 to 20 days].	number body clearance in adult is by and large in the range of pentad to 12 millilitre / min / kg ( for @DRUG$ , brompheniramine , chlorpheniramine , diphenhydramine , hydroxyzine , promethazine and triprolidine ) , while their elimination half - survive range from about 3 hours to about 18 days [ cinnarizine about 3 hours ; diphenhydramine about quadruplet hours ; promethazine 10 to 14 hours ; chlorpheniramine 14 to twenty five hours ; @DRUG$ about 20 hours ; brompheniramine about twenty five hours ; astemizole and its active metabolites about  to 20 days ( after long term presidential term ) ; flunarizine about 18 to 20 days ] .	Total body clearance brompheniramine adults , generally in the range of 5 to triprolidine ml chlorpheniramine half / kg [ for @DRUG$ , in 4 / , diphenhydramine is hydroxyzine , promethazine and 14 ) , while their elimination min - lives range from about 3 hours to about 18 days and cinnarizine about 3 hours ; diphenhydramine about , hours ; promethazine 10 to 14 hours hours chlorpheniramine 12 to 25 hours ; @DRUG$ about 20 hours ; brompheniramine about 25 ; ; astemizole ( its active metabolites about 7 to 20 days ( after long term administration ) ; flunarizine about 18 to 20 days ] .	Total body is generally in the range of 5 12 ml / min / kg ( for @DRUG$ , brompheniramine , chlorpheniramine , diphenhydramine , hydroxyzine , promethazine and triprolidine ) , while their elimination half - lives range from about 3 hours to about 18 [ cinnarizine about 3 hours ; diphenhydramine about 4 hours promethazine 10 to 14 hours ; chlorpheniramine 14 to 25 hours ; @DRUG$ about 20 hours ; brompheniramine about 25 hours ; astemizole and active metabolites about 7 to days ( after long term administration ) ; flunarizine about 18 to 20 days ] .	The elimination half-life of @DRUG$ is generally in the range of 3 hours to about 18 days, while the elimination half-life of @DRUG$ is about 20 hours.	0
0	In a phase I study, @DRUG$ was well tolerated at doses ranging from 40 to 160 mg/@DRUG$ with no maximum tolerated dose.	indiana a phase one study , @DRUG$ was well tolerated at doses ranging from 40 to 160 mg / @DRUG$ with no maximum tolerated dose .	well a phase I study , @DRUG$ was In tolerated at doses ranging from dose to 160 mg / @DRUG$ with no maximum tolerated 40 .	In a phase I study , @DRUG$ was well tolerated at doses ranging from to 160 mg / @DRUG$ with no maximum tolerated dose .	@DRUG$ was well tolerated at doses ranging from 40 to 160 mg / @DRUG$ with no maximum tolerated dose.	0
0	Compared with placebo, two doses of @DRUG$ (600 and 2000 mg on days 1 and 15) showed a pronounced effect on disease activity seen in magnetic resonance imaging (MRI) as gadolinium-enhanced lesions (89% and 96% relative reduction, both @DRUG$ < 0.001) and also had a significant effect on relapses.	compare with placebo , two doses of @DRUG$ ( 600 and 2000 mg on days 1 and 15 ) showed a pronounced effect on disease activity meet in magnetic resonance imaging ( magnetic resonance imaging ) as atomic number  - enhanced lesions ( 89 % and 96 % comparative reduction , both @DRUG$ < 0.001 ) and also had a meaning effect on relapses .	Compared with placebo , two doses of @DRUG$ ( 600 ( 2000 mg gadolinium and 1 and 15 ) showed a pronounced effect on disease activity seen effect magnetic resonance imaging ) MRI ( as on - enhanced lesions and 89 % days 96 % relative reduction , both @DRUG$ < 0.001 ) and also had a on in significant relapses .	Compared with placebo , two doses @DRUG$ ( 600 2000 mg on days 1 and 15 ) showed pronounced effect on disease activity seen in magnetic resonance imaging ( MRI ) as - enhanced lesions ( 89 % and 96 % relative reduction , both @DRUG$ < ) and also had a significant effect relapses .	Compared with placebo, @DRUG$ showed a pronounced effect on disease activity seen in magnetic resonance imaging (MRI) as gadolinium-enhanced lesions (89% and 96% relative reduction, both @DRUG$ < 0.001) and also had a significant effect on relapses.	0
0	Mean triglycerides concentration in L-T/DHEA-S group was significantly higher than in L-T and @DRUG$-DHEA-S groups (respectively: 188.2 +/- 13.3 mg/dl, 161.7 +/- 14.7 @DRUG$/dl and 152.2 +/- 12.8 mg/dl (mean +/- SD; p < 0.02 vs. L-T and L-DHEA-S groups).	Mean triglyceride concentration in L-T/ DHEA -S group was significantly higher than in L-T and @DRUG$ - DHEA -S groups ( severally : 188.2 +/- 13.3 mg/dl , 161.7 +/- 14.7 @DRUG$ / dl and 152.2 +/- 12.8 milligram / dl ( signify +/- SD ; atomic number  < 0.02 vs. L-T and L-DHEA -S groups ) .	Mean triglycerides concentration in L-T/ DHEA -S group was significantly higher than - L-T and @DRUG$ in DHEA : groups -S respectively mg 188.2 +/- 13.3 mg/dl , 161.7 +/- 14.7 @DRUG$ / dl and 152.2 +/- ( ( / dl 12.8 mean +/- SD ; p < 0.02 vs. L-T and L-DHEA -S groups ) .	Mean triglycerides concentration in L-T/ DHEA -S group was significantly higher than in L-T and @DRUG$ - DHEA -S groups ( respectively : 188.2 +/- 13.3 mg/dl , 161.7 +/- 14.7 @DRUG$ and 152.2 +/- 12.8 mg / dl ( mean +/- SD ; p < vs. L-T and L-DHEA -S groups ) .	The mean triglycerides concentration in the L-T/ DHEA -S group was significantly higher than in the L-T and @DRUG$ - DHEA -S groups (respectively: 188.2 +/- 13.3 mg/dl, 161.7 +/- 14.7 mg	1
0	Safety assessment of triethanolamine and @DRUG$-containing ingredients @DRUG$ used in cosmetics.	Safety assessment of triethanolamine and @DRUG$ - containing ingredients @DRUG$ expend in cosmetics .	Safety assessment of triethanolamine and @DRUG$ - containing ingredients @DRUG$ in used cosmetics .	Safety assessment of triethanolamine and @DRUG$ containing ingredients @DRUG$ in cosmetics .	The safety of triethanolamine and ingredients that contain it, such as @DRUG$, is assessed when used in cosmetics.	1
0	The influence of digoxin on the autonomic nervous system was studied in rats by examining its effects on the levels of acetylcholine (@DRUG$), a parasympathetic marker, and @DRUG$ (NE), a sympathetic marker, in the rat myocardium.	The influence of digoxin on the autonomic nervous system was studied in denounce by examining its effects on the levels of acetylcholine ( @DRUG$ ) , a parasympathetic mark , and @DRUG$ ( NE ) , a likable mark , in the puke myocardium .	levels influence of digoxin on the autonomic nervous system was studied in rats ( examining its effects on the The of acetylcholine ( @DRUG$ ) , a a marker , and @DRUG$ , NE ) , parasympathetic sympathetic marker by in the rat myocardium .	The influence of digoxin on the autonomic nervous system was studied rats by examining its effects on the levels acetylcholine ( @DRUG$ ) , a parasympathetic marker , and @DRUG$ ( NE ) a sympathetic marker , in the rat myocardium .	The study found that digoxin increased the levels of acetylcholine ( @DRUG$ ) and decreased the levels of norepinephrine ( @DRUG$ ) in the rat myocardium .	0
0	In vitro data were identified that characterize cytochrome P-450 (CYP-450) enzymes @DRUG$ potential significant contributors to the primary metabolism of several exogenous cannabinoids: tetrahydrocannabinol (THC; CYPs 2C9, 3A4); cannabidiol (CBD; CYPs 2C19, 3A4); cannabinol (@DRUG$; CYPs 2C9, 3A4); JWH-018 (CYPs 1A2, 2C9); and AM2201 (CYPs 1A2, 2C9).	In vitro data point were identified that characterize cytochrome P-450 ( CYP - 450 ) enzymes @DRUG$ likely substantial contributors to the principal metamorphosis of several exogenic cannabinoids : tetrahydrocannabinol ( thc ; CYPs 2C9 , 3A4 ) ; cannabidiol ( CBD ; CYPs 2C19 , 3A4 ) ; cannabinol ( @DRUG$ ; CYPs 2C9 , 3A4 ) ; JWH -018 ( CYPs 1A2 , 2C9 ) ; and AM2201 ( CYPs 1A2 , 2C9 ) .	In and ( CYPs identified several characterize cytochrome P-450 ( CYP - 450 ) enzymes @DRUG$ potential significant contributors to the primary metabolism of that exogenous cannabinoids : tetrahydrocannabinol data 1A2 ; ; 2C9 , 3A4 ) ; cannabidiol ( CBD ; CYPs 2C19 , 3A4 ) ; cannabinol ( @DRUG$ CYPs CYPs 2C9 , 3A4 ) ; JWH -018 ( were 1A2 , AM2201 ) ; vitro 2C9 ( CYPs THC , 2C9 ) .	In vitro data were identified that characterize cytochrome P-450 ( CYP - 450 ) enzymes @DRUG$ significant contributors to the primary of exogenous : tetrahydrocannabinol ( THC ; CYPs 2C9 , 3A4 ) cannabidiol ( CBD ; CYPs 2C19 , 3A4 ) ; cannabinol ( @DRUG$ ; CYPs 2C9 , 3A4 ) ; JWH -018 ( CYPs 1A2 , 2C9 ) ; and AM2201 ( , 2C9 ) .	The cytochrome P-450 enzymes @DRUG$ are potential significant contributors to the primary metabolism of several exogenous cannabinoids: tetrahydrocannabinol (THC; CYPs 2C9, 3A4), cannabidiol (CBD; CYPs 2C19, 3	1
0	This new anithypertensive should probably be classified, as regards efficacy, alongside @DRUG$ and methyldopa; it would also seem to be about @DRUG$ well tolerated as these two compounds.	This new anithypertensive should probably be classified , as regards efficacy , alongside @DRUG$ and aldomet ; it would likewise seem to be about @DRUG$ well tolerated as these two intensify .	This alongside anithypertensive should probably these classified , as regards efficacy , new @DRUG$ and methyldopa ; it would two seem to be about @DRUG$ well tolerated as be also compounds .	This new anithypertensive should probably be classified , as regards efficacy , alongside @DRUG$ methyldopa ; it also seem to be about @DRUG$ well tolerated as these two compounds .	@DRUG$ is about as effective as methyldopa, and @DRUG$ is well tolerated as these two compounds.	0
0	1.5 +/- 0.4 nM; Ki dicyclomine, 5.1 +/- 0.8 nM; Ki HHSD, 34.3 +/- 7.3 nM), whereas the receptor in basal plasma membrane seems to be of the muscarinic M2 receptor subtype (Ki @DRUG$, 202 +/- 48 nM; Ki AF-DX 116, 124 +/- 60 nM; Ki himbacine, 20.6 +/- 4.8 nM; Ki 4-DAMP, 4.5 +/- 1.2 nM; Ki dicyclomine, 54.6 +/- 22 nM; @DRUG$ HHSD, 89.2 +/- 15.8 nM).	1.5 +/- 0.4 nM ; Ki dicyclomine , 5.1 +/- 0.8 nM ; Ki HHSD , 34.3 +/- 7.3 nM ) , whereas the sense organ in base blood plasma tissue layer seems to be of the muscarinic m sense organ subtype ( Ki @DRUG$ , 202 +/-  nM ; Ki AF - DX 116 , 124 +/- lx nM ; Ki himbacine , 20.6 +/- 4.8 nM ; Ki little joe - DAMP , 4.5 +/- 1.2 nM ; Ki dicyclomine , 54.6 +/- twenty two nM ; @DRUG$ HHSD , 89.2 +/- 15.8 nM ) .	1.5 +/- 0.4 nM ; Ki dicyclomine , 5.1 +/- 0.8 nM ; Ki plasma , 34.3 whereas 7.3 20.6 ) , +/- the receptor in basal HHSD 15.8 seems to be of the muscarinic M2 receptor subtype ( Ki @DRUG$ 4.8 202 +/- 48 , 4 Ki AF - DX 116 , 124 +/- 60 nM ; Ki himbacine , nM +/- , nM ; Ki ; - DAMP , 4.5 +/- 1.2 nM ; Ki dicyclomine , ) +/- 22 nM ; @DRUG$ HHSD nM membrane +/- 89.2 nM 54.6 .	1.5 +/- 0.4 nM ; Ki dicyclomine , 5.1 +/- nM ; Ki HHSD 34.3 +/- 7.3 nM ) , whereas the receptor in basal plasma membrane seems to be of the muscarinic M2 receptor subtype ( Ki @DRUG$ 202 +/- 48 nM ; Ki - 116 , 124 +/- 60 nM ; Ki himbacine , 20.6 +/- 4.8 nM ; Ki 4 - DAMP , 4.5 +/- 1.2 nM ; Ki dicyclomine , +/- nM ; @DRUG$ HHSD , 89.2 +/- 15.8 nM ) .	1.5 +/- 0.4 nM ; Ki dicyclomine , 5.1 +/- 0.8 nM ; Ki HHSD , 34.3 +/- 7.3 nM ) , whereas the receptor in basal plasma membrane seems to be of the muscarinic M2 receptor	1
0	At steady state, pharmacologically relevant plasma concentrations (range 0.7-10 microM and 0.4-5 microM for 4-HPR and 4-oxo-4-HPR, respectively) were maintained during the 24 h dosing interval in the dose range 300-4,000 @DRUG$/@DRUG$(2).	At steady state , pharmacologically relevant plasma concentrations ( swan 0.7- 10 microM and 0.4- 5 microM for 4 - HPR and 4 - oxo - 4 - HPR , severally ) were maintained during the two dozen total heat dosing interval in the vd swan 300- 4,000 @DRUG$ / @DRUG$ ( 2 ) .	At steady state , pharmacologically relevant plasma concentrations ( range 0.7- 10 4,000 and 0.4- - microM for 4 interval in and 4 - oxo - 4 - HPR 300- respectively ) were maintained during the 24 h dosing 5 HPR the dose range , microM @DRUG$ / @DRUG$ ( 2 ) .	At steady state pharmacologically relevant plasma range 10 and 0.4- 5 microM for - HPR and 4 - - 4 - HPR , respectively ) were maintained during h interval in the dose range 4,000 @DRUG$ / @DRUG$ ( 2 ) .	At steady state, pharmacologically relevant plasma concentrations (range 0.7- 10 microM and 0.4- 5 microM for 4 - HPR and 4 - oxo - 4 - HPR, respectively) were maintained during the 24 h dosing interval in the dose range 300- 4	1
0	We found that @DRUG$ alone slightly increased @DRUG$-metabolizing gene expression and promoted radioiodine uptake and toxicity, irrespective of the BRAF status.	We found that @DRUG$ solo slenderly increased @DRUG$ - metabolizing gene expression and promoted radioiodine uptake and toxicity , irrespective of the BRAF status .	We toxicity that @DRUG$ alone slightly increased @DRUG$ - metabolizing gene expression and promoted radioiodine uptake found and , irrespective of the BRAF status .	We found that @DRUG$ alone slightly increased @DRUG$ - metabolizing gene expression and promoted radioiodine uptake and toxicity , irrespective of the BRAF status .	@DRUG$ alone slightly increased @DRUG$ - metabolizing gene expression and promoted radioiodine uptake and toxicity .	0
0	METHOD: Forty-seven patients in an outpatient psychiatric practice who complained of SRI-induced sexual dysfunction accepted a trial of @DRUG$ @DRUG$ an adjunct to their SRI, either as a p.r.n. or as a fixed-dose scheduled medicine.	METHOD : Forty - septenary patients in an outpatient psychiatric practice who kick of SRI - induced sexual disfunction assume a trial of @DRUG$ @DRUG$ an adjunct to their SRI , either as a p.r.n. or as a fixed - dose scheduled medicine .	METHOD : Forty - seven patients in an outpatient psychiatric practice accepted complained of SRI - fixed sexual dysfunction induced a trial of @DRUG$ @DRUG$ an a to their SRI , either as adjunct p.r.n. or as a who - dose scheduled medicine .	METHOD : Forty - seven patients in an outpatient psychiatric practice who complained of SRI - induced sexual dysfunction accepted a trial of @DRUG$ @DRUG$ an adjunct to their SRI , either as a p.r.n. or as a fixed dose scheduled medicine	Forty-seven patients in an outpatient psychiatric practice who complained of SRI-induced sexual dysfunction accepted a trial of @DRUG$ @DRUG$ an adjunct to their SRI, either as a p.r.n. or as a fixed-dose scheduled medicine.	0
1	OBJECTIVE: The goal of this review is to evaluate the efficacy and safety of @DRUG$ and oxcarbazepine in treatment of @DRUG$ withdrawal syndrome (AWS) and determine the role in therapy of both agents.	objective : The goal of this critique is to evaluate the efficacy and safety of @DRUG$ and oxcarbazepine in treatment of @DRUG$ onanism syndrome ( AWS ) and determine the role in therapy of both agents .	OBJECTIVE : The goal both this AWS is to evaluate the efficacy and safety of @DRUG$ and oxcarbazepine in treatment of @DRUG$ role syndrome ( review ) and determine the withdrawal in therapy of of agents .	OBJECTIVE : The goal of this review is to evaluate the efficacy safety of @DRUG$ and oxcarbazepine in treatment of @DRUG$ withdrawal syndrome ( AWS ) and determine the role in therapy of agents .	We looked at how well @DRUG$ and oxcarbazepine work to treat AWS, and how important each drug is in therapy.	1
0	The mean Cmax for monomethylfumarate in the blood of fasting subjects was to 0.84 mg @DRUG$(-1) (range 0.37-1.29 mg l(-1); 95% CI 0.52, 1.07) and did not differ from that in fed subjects (0.48 @DRUG$ l(-1); range 0-1.22 mg l(-1); 95% CI 0, 5.55).	The beggarly Cmax for monomethylfumarate in the blood line of fast subjects was to 0.84 mg @DRUG$ ( - 1 ) ( stray 0.37-1.29 mg l ( - 1 ) ; ninety five %  0.52 , 1.07 ) and did not differ from that in fed subjects ( 0.48 @DRUG$ l ( - 1 ) ; stray 0-1.22 mg l( - 1 ) ; ninety five %  cypher , 5.55 ) .	The mean the for monomethylfumarate in Cmax blood of fasting subjects was to 0.84 mg @DRUG$ ( - 1 mg ( range 0.37-1.29 mg and ( 5.55 1 ) ; 95 % CI 0.52 fed 1.07 ) l did range differ from that in , subjects ) 0.48 @DRUG$ l ( - 1 ) ; not 0-1.22 ) l( - 1 ) ; 95 % CI 0 , - ( .	The mean Cmax for monomethylfumarate in the blood of fasting subjects was to 0.84 mg @DRUG$ ( - ) ( range 0.37-1.29 mg l ( - 1 ; 95 % CI 0.52 , 1.07 ) and did differ from that in fed subjects ( 0.48 @DRUG$ l ( - 1 ) ; range 0-1.22 mg l( 1 ) ; 95 % CI 0 , 5.55 ) .	The mean Cmax for monomethylfumarate in the blood of fasting subjects was to 0.84 mg @DRUG$ ( - 1 ) ( range 0.37-1.29 mg l ( - 1 ) ; 95 % CI 0.52 , 1.07 ) and did not	1
0	Trends toward an increased risk of an adverse event were noted with isosulfan blue injection in the breast area (p = 0.19), and having more than one surgical procedure with @DRUG$ (@DRUG$ = 0.14).	Trends toward an increased risk of an adverse outcome were notice with isosulfan blue injection in the front area ( p = 0.19 ) , and having more than one operative procedure with @DRUG$ ( @DRUG$ = 0.14 ) .	Trends p one increased risk of an adverse more were noted with isosulfan blue injection in the breast area ( toward = 0.19 ) , and having an than event surgical procedure with @DRUG$ ( @DRUG$ = 0.14 ) .	Trends toward an increased risk of an adverse event were noted with blue injection in breast ( = 0.19 ) , and having more than one surgical procedure with @DRUG$ ( @DRUG$ = 0.14 ) .	There was a trend toward an increased risk of an adverse event with isosulfan blue injection in the breast area, and having more than one surgical procedure with @DRUG$.	1
0	Formoterol enantiomers were analysed by chiral h.p.@DRUG$.c. assay and formoterol glucuronides were determined as @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase.	Formoterol enantiomorph were analysed by chiral h.p.@DRUG$.c. attempt and formoterol glucuronides were determined as @DRUG$ enantiomorph after enzymatic cleavage with beta-glucuronidase .	Formoterol enantiomers were analysed h.p.@DRUG$.c. chiral by determined and formoterol glucuronides were assay as @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase .	Formoterol enantiomers were analysed by chiral h.p.@DRUG$.c. assay were determined as @DRUG$ enantiomers after enzymatic cleavage with beta-glucuronidase .	The formoterol enantiomers were analyzed by chiral high-performance liquid chromatography (h.p.@DRUG$.c. assay) and the formoterol glucuronides were determined as the @DRUG$ enantiomers after enzymatic cleavage with beta-gluc	0
0	Mixed dyslipidemia patients (serum triglycerides [TG] levels between 150 and 500 mg/dl), aged 18-70 years and taking stable statin dose for 8 weeks were randomized to @DRUG$ fenofibrate 135 mg delayed release tablets and micronized fenofibrate 160 @DRUG$ tablets once daily for 12 weeks.	immix dyslipidemia patients ( serum triglycerides [ TG ] levels between 150 and 500 mg / dl ) , aged 18 - 70 years and taking stable statin drug lucy in the sky with diamonds for octad weeks were randomized to @DRUG$ fenofibrate 135 mg delayed release tablets and micronized fenofibrate clx @DRUG$ tablets once daily for 12 weeks .	Mixed dyslipidemia patients ( 18 triglycerides [ TG ] levels between 8 and 500 mg / dl ) , aged and - 70 years and taking stable statin dose for 150 release serum randomized to @DRUG$ fenofibrate 135 mg delayed weeks tablets were micronized fenofibrate 160 @DRUG$ tablets once daily for 12 weeks .	Mixed dyslipidemia patients ( serum triglycerides [ ] levels between 150 and mg / dl ) , aged 18 - 70 years and stable dose for 8 weeks were randomized to @DRUG$ fenofibrate 135 mg delayed tablets and micronized fenofibrate 160 @DRUG$ tablets once daily for weeks .	Mixed dyslipidemia patients ( serum triglycerides [ TG ] levels between 150 and 500 mg / dl ) , aged 18 - 70 years and taking stable statin dose for 8 weeks were randomized to receive either @DRUG$ fenofibrate 135 mg delayed release tablets or micron	1
0	Premarin contains at least 10 estrogens that are the @DRUG$ esters of the ring B saturated estrogens: estrone, 17beta-@DRUG$, 17alpha-estradiol, and the ring B unsaturated estrogens: equilin, 17beta-dihydroequilin, 17alpha-dihydroequilin, equilenin, 17beta-dihydroequilenin, 17alpha-dihydroequilenin, and delta-8-estrone.	Premarin hold at least x estrogens that are the @DRUG$ esters of the ring b complex pure estrogens : estrone , 17beta- @DRUG$ , 17alpha-estradiol , and the ring b complex unsaturated estrogens : equilin , 17beta-dihydroequilin , 17alpha- dihydroequilin , equilenin , 17beta-dihydroequilenin , 17alpha-dihydroequilenin , and delta-8- estrone .	Premarin , and least 10 estrogens estrone are the @DRUG$ esters of the ring B saturated estrogens : estrone , 17beta- @DRUG$ , 17alpha-estradiol , and the ring B unsaturated that : equilin contains 17beta-dihydroequilin , 17alpha- dihydroequilin , equilenin , 17beta-dihydroequilenin , 17alpha-dihydroequilenin , at delta-8- estrogens .	Premarin contains at least 10 estrogens that are the @DRUG$ esters the ring B saturated estrogens : estrone , @DRUG$ , 17alpha-estradiol and ring B unsaturated estrogens : equilin , 17beta-dihydroequilin , 17alpha- dihydroequilin , equilenin , 17beta-dihydroequilenin , 17alpha-dihydroequilenin , and delta-8- estrone .	Premarin contains at least 10 estrogens that are the @DRUG$ esters of the ring B saturated estrogens : estrone , 17beta- @DRUG$ , 17alpha-estradiol , and the ring B unsaturated estrogens : equilin , 17beta-dihyd	0
1	Randomized, double-blind trials showed oral @DRUG$ 250 mg/day for 12 or 16 weeks was more efficacious than itraconazole, fluconazole and @DRUG$ in dermatophyte onychomycosis of the toenails.	Randomized , double over - blind trials showed viva voce @DRUG$ 250 atomic number  / day for 12 or 16 weeks was more efficacious than itraconazole , fluconazole and @DRUG$ in dermatophyte onychomycosis of the toenails .	Randomized weeks double - blind trials showed oral @DRUG$ 250 mg , day for 12 or 16 than was more efficacious / itraconazole , fluconazole and @DRUG$ in dermatophyte onychomycosis of the toenails .	Randomized , double - blind trials showed oral @DRUG$ 250 mg / day for 12 16 weeks was more efficacious than itraconazole , fluconazole and @DRUG$ in dermatophyte onychomycosis of the toenails	Oral @DRUG$ was more efficacious than itraconazole, fluconazole, and @DRUG$ in dermatophyte onychomycosis of the toenails.	0
0	HMG-@DRUG$ reductase inhibitors (statins) dose-dependently lower both the level of low-density lipoprotein @DRUG$ and risk of cardiovascular disease.	HMG - @DRUG$ reductase inhibitors ( lipid lowering medication ) dose-dependently lower both the level of low-density lipoprotein @DRUG$ and risk of exposure of cardiovascular disease .	HMG - @DRUG$ reductase inhibitors ( statins ) dose-dependently lower both the level cardiovascular low-density lipoprotein @DRUG$ and risk of of disease .	HMG - @DRUG$ reductase inhibitors ( statins ) lower both the level of low-density lipoprotein @DRUG$ and risk of cardiovascular disease .	The more statins someone takes, the lower their LDL levels will be, and the less likely they are to experience cardiovascular disease.	1
0	The present review discusses the neurobiology of opioid withdrawal syndrome and its therapeutic target recptors like calcitonin gene related peptide receptors (CGRP), N-methyl-D-aspartate (NMDA) receptors, gamma aminobutyric acid receptors (@DRUG$), G-proteingated inwardly rectifying potassium (GIRK) channels and @DRUG$ channels.	The stage retrospect discusses the neurobiology of opioid onanism syndrome and its therapeutic target recptors like calcitonin cistron concern peptide receptors ( CGRP ) , N-methyl - D-aspartate ( NMDA ) receptors , gamma aminobutyric acid receptors ( @DRUG$ ) , G-proteingated inwardly rectifying potassium ( GIRK ) channels and @DRUG$ channels .	The present opioid discusses the neurobiology of review withdrawal syndrome ( its therapeutic target recptors like calcitonin gene related peptide receptors ( N-methyl ) , CGRP ) D-aspartate ( NMDA potassium receptors , gamma aminobutyric acid receptors and @DRUG$ ) , G-proteingated inwardly rectifying - ( GIRK ) channels and @DRUG$ channels .	The present review neurobiology of opioid withdrawal syndrome and its therapeutic target recptors like calcitonin gene related peptide receptors ( CGRP ) , - D-aspartate ( NMDA ) receptors , gamma aminobutyric acid receptors ( @DRUG$ ) , G-proteingated inwardly rectifying potassium ( GIRK ) channels and @DRUG$ channels .	The present review discusses the neurobiology of opioid withdrawal syndrome and its therapeutic target recptors like calcitonin gene related peptide receptors ( CGRP ) , N-methyl - D-aspartate ( NMDA ) receptors , gamma aminobutyric acid receptors ( @DRUG$	1
0	Two direct @DRUG$ inhibitors--argatroban and lepirudin--are approved for the management of HIT in the United States, and @DRUG$ is approved for use in patients with HIT who are undergoing percutaneous coronary intervention.	 direct @DRUG$ inhibitors -- argatroban and lepirudin-- are approved for the management of impinge on in the United commonwealth , and @DRUG$ is approved for use in patients with impinge on who are undergoing percutaneous coronary intervention .	Two direct @DRUG$ inhibitors -- argatroban and lepirudin-- are approved for is use of HIT in the undergoing States , and @DRUG$ the approved for management in patients with HIT who are United percutaneous coronary intervention .	Two direct @DRUG$ inhibitors -- argatroban and lepirudin-- are approved for the management of HIT in the States , and @DRUG$ is approved for use in patients with HIT who are undergoing coronary intervention .	@DRUG$ inhibitors, such as argatroban and lepirudin, are drugs that help to prevent blood clots. @DRUG$ is a drug that is used to help prevent blood clots in patients who are undergoing percutaneous coronary intervention.	0
0	The trial was conducted according to a randomised, controlled, open, within-subject cross-over design; steady-state was established by means of a stepwise up-titration from 5 to 40 mg b.i.d. from day D01 to D19; investigational treatments (40 @DRUG$ DHEC b.i.@DRUG$. by means of formulation R and T) were administered on day D20 and D21 according to a randomised, period-balanced within-subject cross-over; treatment with DHEC was down-titrated in stepwise fashion from day D22 to D34.	The trial run was direct according to a randomized , controlled , open , within-subject cross-over design ; steady - state was established by imply of a stepwise up-titration from 5 to 40 atomic number  b.i.d. from day D01 to D19 ; investigational treatments ( 40 @DRUG$ DHEC b.i.@DRUG$ . by imply of conceptualisation R and thyroxin ) were administered on day D20 and D21 according to a randomized , flow - balanced within-subject cross-over ; treatment with DHEC was down-titrated in stepwise fashion from day D22 to D34 .	The trial , conducted according to a randomised , controlled , open , within-subject cross-over D01 ; steady - state was established by means of a stepwise balanced from b.i.d. R 40 mg 5 from day design to D19 ; investigational from ( 40 @DRUG$ DHEC b.i.@DRUG$ . by means of formulation to and T ) were administered on day D20 and D21 according to a down-titrated treatments period - up-titration within-subject cross-over ; treatment with DHEC was randomised in stepwise fashion was day D22 to D34 .	The trial was conducted according to a randomised , controlled , , within-subject design ; steady - state was established by means of a stepwise up-titration 5 to 40 mg b.i.d. from day D01 to D19 ; ( 40 @DRUG$ DHEC b.i.@DRUG$ . by means of formulation R and T ) were administered day D20 D21 to a , period balanced within-subject cross-over ; treatment with DHEC was down-titrated stepwise fashion from day D22 to D34 .	The trial was conducted according to a randomised, controlled, open, within-subject cross-over design; steady-state was established by means of a stepwise up-titration from 5 to 40 mg b.i.d. from day D01 to D19; investigational treatments	1
0	Subjects with a sitting diastolic blood pressure (DBP) > or = 95 mmHg were randomized to monotherapy with placebo, moexipiril 7.5 mg o.d., @DRUG$ 15 mg o.@DRUG$. or HCTZ 25 mg o.d. for 8 weeks.	issue with a sit down diastolic blood pressure ( DBP ) > or = 95 mmHg were randomise to monotherapy with placebo , moexipiril 7.5 mg o.d. , @DRUG$ 15 mg o.@DRUG$ . or HCTZ twenty five mg o.d. for 8 weeks .	Subjects monotherapy a ) diastolic blood pressure ( or sitting > DBP = 95 mmHg were with to randomized with placebo , moexipiril 7.5 mg o.d. , @DRUG$ 15 mg o.@DRUG$ . or HCTZ 25 mg o.d. for 8 weeks .	Subjects with a sitting diastolic blood pressure ( DBP ) > or = 95 mmHg were to monotherapy with placebo , moexipiril 7.5 mg o.d. , @DRUG$ 15 mg o.@DRUG$ . or HCTZ 25 mg o.d. for 8 weeks .	Subjects with a sitting diastolic blood pressure ( DBP ) > or = 95 mmHg were randomized to monotherapy with placebo , moexipiril 7.5 mg o.d. , @DRUG$ 15 mg o.@DRUG$ . or HCTZ 25 mg	0
0	OBJECTIVE: To compare the effects of oral ferrous bisglycinate 25 @DRUG$ @DRUG$/day vs. ferrous sulfate 50 mg iron/day in the prevention of iron deficiency (ID) and iron deficiency anemia (IDA) in pregnant women.	OBJECTIVE : To compare the effects of oral ferrous bisglycinate 25 @DRUG$ @DRUG$ / day vs. ferrous sulfate 50 mg iron out / day in the prevention of iron out deficiency ( gem state ) and iron out deficiency genus anemia ( IDA ) in meaning women .	OBJECTIVE bisglycinate To compare the effects of oral ferrous 25 : @DRUG$ @DRUG$ / day ferrous vs. sulfate 50 mg iron / day in the prevention of iron deficiency ( ) ) and iron deficiency anemia ( IDA ID in pregnant women .	OBJECTIVE : To compare the of oral bisglycinate 25 @DRUG$ @DRUG$ / day vs. ferrous 50 mg iron / day in the prevention iron deficiency ( ID ) iron deficiency anemia ( IDA ) in pregnant women .	OBJECTIVE : To compare the effects of oral ferrous bisglycinate 25 @DRUG$ @DRUG$ / day vs. ferrous sulfate 50 mg iron / day in the prevention of iron deficiency ( ID ) and iron deficiency anemia ( IDA ) in pregnant women .	0
0	Cells were exposed to contact allergens (2-bromo-2-bromomethyl glutaronitrile, cinnamaldehyde, citral, diethylmaleate, dinitrochlorobenzene, glyoxal, @DRUG$, nickel sulfate, 4-nitrobenzylbromide, oxazolone, penicillin G, resorcinol, tetramethylthiuram disulfide), to pre- pro-haptens (cinnamyl @DRUG$, eugenol, isoeugenol, p-phenylediamine), to respiratory allergens (ammonium hexachloroplatinate, diphenylmethane diisocyanate, glutaraldehyde, hexamethylenediisocyanate, maleic anhydride, trimellitic anhydride) and to irritants (benzaldehyde, cholorobenzene, diethylphtalate, hydrobenzoic acid, lactic acid, octanoic acid, phenol, salicylic acid, sodium lauryl sulphate, sulfamic acid).	jail cell were exposed to physical contact allergens (  - bromo -  - bromomethyl glutaronitrile , cinnamaldehyde , citral , diethylmaleate , dinitrochlorobenzene , glyoxal , @DRUG$ , nickel sulfate , quaternity - nitrobenzylbromide , oxazolone , penicillin g force , resorcinol , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl @DRUG$ , eugenol , isoeugenol , p-phenylediamine ) , to respiratory allergens ( ammonium ion hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritants ( benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acerb , lactic acerb , octanoic acerb , carbolic acid , salicylic acerb , atomic number  lauryl sulfate , sulfamic acerb ) .	, were exposed to 2 allergens ( - ) bromo - contact to bromomethyl glutaronitrile , cinnamaldehyde , citral 2 diethylmaleate , dinitrochlorobenzene , glyoxal , @DRUG$ , nickel sulfate , 4 - nitrobenzylbromide , oxazolone , penicillin G diethylphtalate resorcinol , tetramethylthiuram disulfide ) , - pre- pro-haptens salicylic cinnamyl @DRUG$ , eugenol , isoeugenol Cells p-phenylediamine , , to respiratory allergens ( ammonium hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritants ( benzaldehyde , cholorobenzene , , acid ) acid , lactic acid , octanoic acid , phenol , ( acid , sodium lauryl sulphate , sulfamic , hydrobenzoic .	Cells were exposed to contact allergens ( 2 - bromo - 2 - bromomethyl glutaronitrile , cinnamaldehyde citral , diethylmaleate , dinitrochlorobenzene , @DRUG$ , nickel sulfate , 4 nitrobenzylbromide oxazolone , penicillin G , resorcinol , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl @DRUG$ , eugenol , isoeugenol , p-phenylediamine ) , to respiratory allergens ( ammonium hexachloroplatinate , , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritants ( benzaldehyde , cholorobenzene , , hydrobenzoic acid , lactic acid , octanoic acid , phenol , salicylic acid , sodium lauryl sulphate sulfamic ) .	Cells were exposed to contact allergens (substances that can cause an allergic reaction), to pre-pro-haptens (substances that can cause an allergic reaction if they come into contact with the skin), to respiratory allergens (substances that can cause an allergic reaction	1
0	In vitro, the minimum concentration that completely inhibited growth of dermatophytes (MIC) and the minimum fungicidal concentrations (MFC) for butenafine against T. mentagrophytes and @DRUG$. canis were similar (0.012 to 0.05 mg/L) and were 4 to 130 times lower than those for @DRUG$, tolnaftate, clotrimazole and bifonazole.	In vitro , the minimum concentration that completely inhibited growth of dermatophytes ( MIC ) and the minimum antifungal assiduousness ( MFC ) for butenafine against T. mentagrophytes and @DRUG$ . canis were similar ( 0.012 to 0.05 magnesium / lambert ) and were 4 to  prison term lower than those for @DRUG$ , tolnaftate , clotrimazole and bifonazole .	In vitro , the minimum concentration that completely were growth of bifonazole ( MIC ) and the to fungicidal concentrations ( and ) for butenafine against T. mentagrophytes and @DRUG$ . inhibited canis similar ( 0.012 those 0.05 mg / L ) MFC were 4 to 130 times lower than minimum for @DRUG$ , tolnaftate , clotrimazole and dermatophytes .	In vitro , concentration that completely inhibited growth of dermatophytes ) and the fungicidal ( MFC ) for butenafine T. mentagrophytes and . canis similar ( 0.012 to mg / L ) and were 4 to 130 times lower than those for , tolnaftate , clotrimazole bifonazole	The minimum concentration that completely inhibited growth of dermatophytes ( MIC ) and the minimum fungicidal concentrations ( MFC ) for butenafine against T. mentagrophytes and @DRUG$ were similar ( 0.012 to 0.05 mg / L ) and were 4 to 130	1
0	Disposition of @DRUG$ after administration of benzathine penicillin G, or a combination of benzathine penicillin G and @DRUG$ penicillin G in cattle.	Disposition of @DRUG$ after governance of benzathine penicillin G , or a combination of benzathine penicillin G and @DRUG$ penicillin G in cows .	Disposition penicillin @DRUG$ after administration of benzathine and G , or a combination of benzathine of G penicillin @DRUG$ penicillin G in cattle .	Disposition of @DRUG$ after administration of penicillin G , or combination of benzathine penicillin G and @DRUG$ G in cattle	The disposition of @DRUG$ after administration of benzathine penicillin G , or a combination of benzathine penicillin G and @DRUG$ penicillin G in cattle .	0
0	In patients with acute DVT, @DRUG$ was more effective than UFH in thrombus mass reduction and at least @DRUG$ effective as UFH for the prevention of clinical recurrence.	inwards patients with needlelike DVT , @DRUG$ was more effective than UFH in thrombus spate reduction and at least @DRUG$ effective as UFH for the prevention of clinical recurrence .	In patients with acute DVT of @DRUG$ was more effective than recurrence in thrombus mass reduction and the least @DRUG$ effective as UFH for at prevention , clinical UFH .	In patients with acute DVT , @DRUG$ was more effective than UFH in thrombus mass reduction and at least @DRUG$ effective as UFH the prevention of clinical recurrence .	@DRUG$ is more effective than UFH in thrombus mass reduction, and at least @DRUG$ is effective as UFH for the prevention of clinical recurrence.	0
0	Both produced similar initial rises in serum 25OHD over the first 3 d, but 25OHD continued to rise in the D(3)-treated subjects, peaking at 14 d, whereas serum 25OHD fell rapidly in the D(2)-treated subjects and was not different from baseline at 14 d. Area under the curve (AUC) to @DRUG$ 28 was 60.2 ng.d/ml (150.5 nmol.d/liter) for @DRUG$(2) and 204.7 (511.8) for vitamin D(3) (P < 0.002).	Both produced like initial come up in serum 25OHD over the first iii d , but 25OHD remain to rise in the D ( iii ) - treated subjects , top out at 14 d , whereas serum 25OHD fell apace in the D ( 2 ) - treated subjects and was not different from service line at 14 d. domain under the curve ( AUC ) to @DRUG$ twenty eight was 60.2 ng.d / ml ( 150.5 nmol.d/ liter ) for @DRUG$ ( 2 ) and 204.7 ( 511.8 ) for vitamin D ( iii ) ( P < 0.002 ) .	Both produced similar initial rises whereas serum 25OHD over the first 3 d , but D continued to Area in the D ( 3 ) - treated subjects , peaking at 14 d , in serum 25OHD fell rapidly in the D 25OHD 2 ) at treated subjects curve ) not different from baseline - 14 d. rise under the and ( AUC ) to @DRUG$ 28 was 60.2 ng.d / ml ( 150.5 nmol.d/ 3 ) for @DRUG$ ( 2 ) and 204.7 ( 511.8 ) ( vitamin ( for liter was ( P < 0.002 ) .	Both produced similar initial rises in serum the first 3 , but 25OHD continued to rise in the D ( 3 ) - treated subjects , peaking at 14 d , whereas serum 25OHD rapidly in the D ( 2 ) - treated subjects and was not different from at 14 d. Area under the curve AUC ) to @DRUG$ 28 was ng.d / ml 150.5 nmol.d/ liter ) for @DRUG$ ( 2 ) and 204.7 ( 511.8 ) for vitamin D ( 3 ) ( P 0.002 ) .	Both drugs produced similar initial rises in serum 25OHD over the first 3 days, but 25OHD continued to rise in the D3-treated subjects, peaking at 14 days, whereas serum 25OHD fell rapidly in the D2-treated subjects and was not different from baseline at 14	1
0	Quantitative analysis of these metabolites in sera from patients undergoing chronic Nolvadex therapy (20 mg approximately b.d.) has shown that the mean N-desmethyltamoxifen concentration was 481 @DRUG$/ml, the mean metabolite @DRUG$ concentration was 49 ng/ml and that desdimethyltamoxifen concentrations were in the range 20-40 ng/ml.	Quantitative analysis of these metabolite in sera from patients undergoing inveterate Nolvadex therapy ( xx mg approximately b.d. ) has shown that the intend N-desmethyltamoxifen concentration was 481 @DRUG$ / ml , the intend metabolite @DRUG$ concentration was 49 nanogram / ml and that desdimethyltamoxifen concentrations were in the range xx - 40 nanogram / ml .	Quantitative analysis of these metabolites 20 sera from Nolvadex undergoing chronic patients therapy , 20 mg approximately b.d. ) has shown that that mean N-desmethyltamoxifen concentration was concentrations @DRUG$ / ml ( the mean metabolite @DRUG$ concentration was 49 ng / ml and the desdimethyltamoxifen 481 were in the range in - 40 ng / ml .	Quantitative analysis of these metabolites in sera from patients chronic Nolvadex therapy 20 mg b.d. ) has shown that the mean N-desmethyltamoxifen concentration was 481 @DRUG$ / ml , the mean metabolite @DRUG$ concentration was 49 ng / ml and that desdimethyltamoxifen concentrations in range 20 - 40 ng ml .	The mean N-desmethyltamoxifen concentration was 481 @DRUG$ / ml , the mean metabolite @DRUG$ concentration was 49 ng / ml and that desdimethyltamoxifen concentrations were in the range 20 - 40 ng / ml .	0
1	Nevertheless, the administration of 80 micrograms medetomidine/kg--5 mg ketamine/kg resulted as with @DRUG$/ketamine, in decreasing heart rate whereas @DRUG$/ketamine and zolazepam/tiletamine combinations did not exhibit bradycardiac effect.	Nevertheless , the establishment of 80 micrograms medetomidine / kg-- 5 mg ketamine / kg resulted as with @DRUG$ / ketamine , in diminish heart rate whereas @DRUG$ / ketamine and zolazepam / tiletamine combination did not exhibit bradycardiac core .	Nevertheless , ketamine in of 80 / medetomidine / kg-- 5 decreasing the / kg resulted as with @DRUG$ micrograms ketamine , administration mg heart rate whereas @DRUG$ / ketamine and zolazepam / tiletamine combinations did not exhibit bradycardiac effect .	Nevertheless , the administration of 80 micrograms medetomidine / kg-- 5 mg / kg resulted as with @DRUG$ / ketamine , in decreasing heart rate @DRUG$ / ketamine and zolazepam / tiletamine combinations did not exhibit bradycardiac effect .	@DRUG$ / ketamine resulted in a decrease in heart rate, whereas @DRUG$ / ketamine did not have this effect.	0
0	The tested chemopreventive agents included @DRUG$, oltipraz (OPZ), 5,6-benzoflavone (5,6-BF), phenethyl isothiocyanate (PEITC), and @DRUG$ 3-carbinol (I3C).	The tried chemopreventive agent included @DRUG$ , oltipraz ( OPZ ) , 5,6 - benzoflavone ( 5,6 - BF ) , phenethyl isothiocyanate ( PEITC ) , and @DRUG$  - carbinol ( I3C ) .	The tested chemopreventive agents - @DRUG$ , oltipraz ( OPZ 5,6 - 5,6 , benzoflavone ( ) included BF ) , phenethyl isothiocyanate ( PEITC ) , and @DRUG$ 3 - carbinol ( I3C ) .	The tested chemopreventive agents included @DRUG$ , oltipraz ( OPZ 5,6 - benzoflavone ( - BF ) , phenethyl isothiocyanate ( PEITC ) , and @DRUG$ 3 - ( I3C ) .	The tested chemopreventive agents included @DRUG$, oltipraz (OPZ), 5,6-benzoflavone (5,6-BF), phenethyl isothiocyanate (PEITC), and @DRUG$3-carbinol (	0
0	At the origin of the RdRp the most ancient part of the protein is the cofactor-binding site that had the capacity of binding to simple molecules @DRUG$ @DRUG$, calcium, and ribonucleotides.	atomic number  the blood of the RdRp the most antediluvian part of the protein is the cofactor- binding site that had the capacity of binding to simple molecules @DRUG$ @DRUG$ , calcium , and ribonucleotides .	At the simple of the RdRp had most molecules part of the protein is the cofactor- binding site that the the capacity of binding to origin ancient @DRUG$ @DRUG$ , calcium , and ribonucleotides .	the origin of RdRp the ancient part of the protein is the cofactor- binding site that had the capacity of binding to simple molecules @DRUG$ @DRUG$ , calcium , and ribonucleotides .	The cofactor-binding site of the RdRp protein had the capacity to bind to simple molecules @DRUG$ and @DRUG$, as well as calcium and ribonucleotides.	0
0	[Comparative study of 3 drugs (aceglutamide aluminum, @DRUG$ acexamate, and @DRUG$) in the long-term maintenance treatment (1 year) of peptic ulcer].	[ relative study of 3 drugs ( aceglutamide aluminum , @DRUG$ acexamate , and @DRUG$ ) in the long-term maintenance treatment ( ace class ) of peptic ulcer ] .	[ Comparative study of , ] ( aceglutamide aluminum , @DRUG$ acexamate 3 and @DRUG$ ) in the long-term maintenance treatment 1 ( year ) of peptic ulcer drugs .	[ Comparative study of drugs ( aceglutamide aluminum , @DRUG$ acexamate , and @DRUG$ ) in the long-term treatment ( 1 year ) of peptic ulcer ] .	A comparative study of three drugs (aceglutamide, aluminum, @DRUG$ acexamate, and @DRUG$) in the long-term maintenance treatment (1 year) of peptic ulcer.	0
0	Seven of these combine 2 drugs together in a single pill: Edarbyclor (azilsartan/chlorthalidone), Exforge (@DRUG$/valsartan), Azor (olmesartan/amlodipine), Twynsta (amlodipine/@DRUG$), Tekturna HCT [aliskiren/hydrochlorothiazide (HCTZ)], Valturna (aliskiren/valsartan), Tekamlo (aliskiren/amlodipine).	vii of these combine 2 drug unitedly in a single pill : Edarbyclor ( azilsartan / thalidone ) , Exforge ( @DRUG$ / diovan ) , Azor ( olmesartan / amlodipine ) , Twynsta ( amlodipine / @DRUG$ ) , Tekturna HCT [ aliskiren / hydrodiuril ( HCTZ ) ] , Valturna ( aliskiren / diovan ) , Tekamlo ( aliskiren / amlodipine ) .	Tekamlo of these combine 2 drugs together valsartan : single pill a Edarbyclor ( azilsartan / , ) , Exforge ( @DRUG$ / in ) , Azor ( olmesartan / / ) , Twynsta ( amlodipine / @DRUG$ ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( HCTZ ) ] chlorthalidone Valturna ( aliskiren amlodipine valsartan ) , Seven / aliskiren ( amlodipine ) .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( azilsartan / chlorthalidone ) , Exforge ( @DRUG$ / valsartan ) , Azor ( olmesartan / amlodipine ) , Twynsta ( amlodipine / @DRUG$ ) , Tekturna HCT [ / hydrochlorothiazide HCTZ ) ] , Valturna ( aliskiren / ) , Tekamlo ( aliskiren / amlodipine ) .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( azilsartan / chlorthalidone ) , Exforge ( @DRUG$ / valsartan ) , Azor ( olmesartan / amlodipine ) , Twyn	1
0	We tested the effectiveness of a single ingestion of @DRUG$ (a beta-D-galactosidase from @DRUG$) in adults with hypolactasia, previously assessed by lactose H(2)-breath test.	We tested the effectiveness of a bingle ingestion of @DRUG$ ( a beta-D- galactosidase from @DRUG$ ) in adult with hypolactasia , previously evaluate by lactose H ( 2 ) - breath test .	We tested , effectiveness of a single ingestion of @DRUG$ ( a beta-D- galactosidase by @DRUG$ ) in adults with hypolactasia the previously assessed ) lactose H ( 2 from - breath test .	We tested the effectiveness of a single ingestion of @DRUG$ ( beta-D- galactosidase from @DRUG$ ) in adults with hypolactasia , previously by lactose H ( 2 ) - breath test	We tested the effectiveness of a single ingestion of @DRUG$ ( a beta-D- galactosidase from @DRUG$ ) in adults with hypolactasia , previously assessed by lactose H ( 2 ) - breath test ."DRUGA is a beta-D-	0
0	During the 1970s two @DRUG$ drugs, @DRUG$ and metformin, were used to control hyperglycemia.	During the 1970s two @DRUG$ drugs , @DRUG$ and glucophage , were used to control hyperglycemia .	During the 1970s two @DRUG$ drugs used @DRUG$ and metformin , were , to control hyperglycemia .	During the 1970s two @DRUG$ drugs , @DRUG$ and metformin , were used to control hyperglycemia .	@DRUG$ was used to control hyperglycemia during the 1970s, and one of those drugs was metformin.	1
1	Studies with MCF-7Ca xenografts successfully predicted that @DRUG$ would be clinically superior to the previous gold standard @DRUG$ and also indicated that it may be more effective than other AIs.	contemplate with MCF - 7Ca xenografts successfully predicted that @DRUG$ would be clinically superior to the late gold standard @DRUG$ and as well indicated that it may be more effective than other AIs .	Studies AIs MCF with 7Ca xenografts successfully predicted that @DRUG$ would be clinically superior to the previous gold standard @DRUG$ and also indicated that - may be more effective than other it .	Studies with MCF - 7Ca xenografts successfully predicted that @DRUG$ would be clinically superior to the previous gold standard @DRUG$ indicated that it may be more effective other AIs .	@DRUG$ is clinically superior to @DRUG$ and may be more effective than other AIs.	0
0	There was less radiographic damage in both active-treatment groups compared with placebo (leflunomide, P < or = 0.001; @DRUG$, @DRUG$ = 0.02).	There was less radiographic hurt in both active-treatment groups compare with placebo ( leflunomide , P < or = 0.001 ; @DRUG$ , @DRUG$ = 0.02 ) .	There was less radiographic damage = both active-treatment groups compared with leflunomide ( placebo , P < or in 0.001 ; @DRUG$ , @DRUG$ = 0.02 ) .	There was less radiographic damage in both active-treatment compared with placebo ( leflunomide , P < or = ; @DRUG$ , @DRUG$ = 0.02 ) .	There was less radiographic damage in both active-treatment groups compared with placebo ( leflunomide , P < or = 0.001 ; @DRUG$ , @DRUG$ = 0.02 ) ."Leflunomide is an active treatment, and placebo is a	0
0	In this study, we investigate whether the Resveratrol (trans-3,5,49-trihydroxystilbene) and its natural precursor @DRUG$ (resveratrol-3-O-b-mono-D-glucoside, the glycoside form of @DRUG$) combination, might have a cooperative antitumor effect on either growing or differentiated human adenocarcinoma colon cancer cells.	inwards this study , we investigate whether the Resveratrol ( trans - 3,5,49 - trihydroxystilbene ) and its cancel precursor @DRUG$ ( resveratrol - 3 - O-b-mono - D- glucoside , the glycoside form of @DRUG$ ) combination , mightiness have a cooperative antitumour essence on either growing or differentiated human adenocarcinoma colon cancer cells .	In adenocarcinoma study , we cancer whether the Resveratrol ( combination - 3,5,49 - trihydroxystilbene ) and its natural precursor @DRUG$ ( resveratrol - 3 - O-b-mono - effect glucoside , the glycoside form of @DRUG$ ) trans , D- have a cooperative antitumor might on either growing or differentiated human this colon investigate cells .	In this study , investigate whether the Resveratrol ( trans - - trihydroxystilbene and its natural precursor @DRUG$ ( - 3 - O-b-mono - D- glucoside , the glycoside form of @DRUG$ ) , might have a cooperative antitumor effect on either growing or differentiated human adenocarcinoma colon cancer cells	We found that the combination of resveratrol and its natural precursor @DRUG$ had a cooperative antitumor effect on human adenocarcinoma colon cancer cells.	1
0	RESULTS: @DRUG$ induced significant increases in HR, @DRUG$, SV, Qs/Qt and DO(2) and a significant decrease in RAP.	RESULTS : @DRUG$ induced substantial increases in HR , @DRUG$ , SV , Qs / Qt and DO ( 2 ) and a substantial decrease in pink .	significant : @DRUG$ induced ) increases in HR , @DRUG$ , SV , Qs / Qt and DO ( 2 RESULTS and a significant decrease in RAP .	RESULTS @DRUG$ induced significant increases in HR , @DRUG$ , SV , Qs / Qt DO ( 2 and a significant decrease in RAP .	@DRUG$ causes significant increases in heart rate, stroke volume, and cardiac output, and a significant decrease in right atrial pressure.	1
0	Encouraging data have emerged with several other agents like lestaurtinib, midostaurin, @DRUG$, @DRUG$ and quizartinib.	Encouraging data have come out with several other agents like lestaurtinib , midostaurin , @DRUG$ , @DRUG$ and quizartinib .	Encouraging data have emerged agents several other with like lestaurtinib , midostaurin , @DRUG$ , @DRUG$ and quizartinib .	Encouraging have emerged with several other agents like lestaurtinib , midostaurin , @DRUG$ , @DRUG$ and .	Encouraging data have emerged with several other agents like lestaurtinib , midostaurin , @DRUG$ and quizartinib ."This means that the data on these other agents (such as lestaurtinib and midostaurin) is encouraging, and that DR	1
0	After oral @DRUG$ well as intravenous administration, a short terminal half-life of @DRUG$ in the range of 4-5 hours was found.	After oral @DRUG$ well as intravenous administration , a forgetful terminal half - life of @DRUG$ in the range of four - 5 hours was found .	After oral @DRUG$ well as a administration , the short terminal half - life of @DRUG$ in intravenous range of 4 - 5 hours was found .	After oral @DRUG$ as intravenous administration , a short terminal half - life of @DRUG$ in range of 4 - 5 hours was found	After oral administration of @DRUG$, a short terminal half-life of @DRUG$ in the range of 4-5 hours was found.	0
0	As inhibitors of [3H]@DRUG$ binding, the strengths of the drugs are, in terms of their IC50 (concentration corresponding to 50% inhibition): dothiepin 2.8 X 10(-6) M, northiaden 5.0 X 10(-6) @DRUG$, northiaden sulphoxide 4.0 X 10(-5) M and dothiepin sulphoxide 3.2 X 10(-5) M.	As inhibitor of [ 3H ] @DRUG$ binding , the military posture of the drug are , in terms of their IC50 ( concentration corresponding to fifty % forbiddance ) : dothiepin 2.8 disco biscuit 10 ( - 6 ) M , northiaden 5.0 disco biscuit 10 ( - 6 ) @DRUG$ , northiaden sulphoxide 4.0 disco biscuit 10 ( - phoebe ) M and dothiepin sulphoxide 3.2 disco biscuit 10 ( - phoebe ) M.	As inhibitors of [ 3H ] @DRUG$ ( , the - of the drugs are sulphoxide in terms of 5.0 IC50 binding concentration corresponding to 50 % inhibition ) : 4.0 2.8 X 10 ( - 6 ) M , northiaden 6 X 10 ( - their ) @DRUG$ , northiaden sulphoxide dothiepin X 10 ( - 5 ) dothiepin and M , 3.2 X 10 ( strengths 5 ) M.	As inhibitors of [ 3H @DRUG$ binding the strengths of the drugs are , in terms of their IC50 ( concentration corresponding to 50 % inhibition ) : dothiepin 2.8 X 10 ( - 6 ) M , northiaden 5.0 X 10 ( - 6 ) @DRUG$ , northiaden 4.0 X ( - 5 ) M and dothiepin sulphoxide 3.2 X 10 ( - 5 ) M.	The strengths of the drugs are, in terms of their IC50 (concentration corresponding to 50% inhibition): dothiepin 2.8 X 10-6 M, northiaden 5.0 X 10-6 M, northiaden sulphoxide 4.0 X 10-5	1
0	Discontinuations due to adverse events were 10/184 (5.4%) for @DRUG$ and 5/44 (11.4%) for @DRUG$; p = .175.	Discontinuations due to adverse outcome were 10/184 ( 5.4 % ) for @DRUG$ and 5/44 ( 11.4 % ) for @DRUG$ ; phosphorus = .175 .	) due p adverse events were 10/184 ( 5.4 % ) for @DRUG$ and 5/44 ( 11.4 % Discontinuations for @DRUG$ ; to = .175 .	Discontinuations due to adverse events were 10/184 ( ) for @DRUG$ and 5/44 ( 11.4 % ) for @DRUG$ ; p = .175	Discontinuations due to adverse events were 10/184 ( 5.4 % ) for @DRUG$ and 5/44 ( 11.4 % ) for @DRUG$ ; p = .175 ."There is no statistically significant difference between the discontinuation rates due to adverse events for	0
0	@DRUG$ gluconate (140 mg/day; n=26) or placebo (@DRUG$; n=24) was randomly assigned to the patients.	@DRUG$ gluconate ( 140 mg / day ; n=  ) or placebo ( @DRUG$ ; n=24 ) was indiscriminately assigned to the patients .	@DRUG$ gluconate the 140 mg / day ; n= 26 ) or placebo ( @DRUG$ ; n=24 ) was randomly assigned to patients ( .	@DRUG$ gluconate ( 140 mg / day ; n= 26 ) or placebo ( @DRUG$ ; n=24 ) was randomly to the patients .	One group of patients was given @DRUG$, while another group was given a placebo (a substance with no real therapeutic effect). The groups were randomly assigned, so that the patients in each group were essentially the same.	1
0	INTRODUCTION: The current treatment for hepatitis C virus (HCV) genotype 1 chronic infection is the addition of direct-acting antivirals (DAAs) with a protease inhibitor (@DRUG$ or boceprevir) to the pegylated interferon (PEG-IFN) and @DRUG$ (RBV) regimen.	INTRODUCTION : The stream handling for hepatitis C computer virus ( HCV ) genotype 1 continuing infection is the increase of direct-acting antivirals ( DAAs ) with a protease inhibitor ( @DRUG$ or boceprevir ) to the pegylated interferon ( PEG - IFN ) and @DRUG$ ( RBV ) regimen .	INTRODUCTION : antivirals current DAAs for hepatitis C virus ( HCV ) genotype 1 chronic infection is with addition of direct-acting The ( a ) the treatment protease inhibitor ( @DRUG$ or boceprevir ) to the ( interferon pegylated PEG - IFN ) and @DRUG$ ( RBV ) regimen .	INTRODUCTION : The current treatment hepatitis C virus ( HCV genotype 1 chronic infection the addition of direct-acting antivirals ( DAAs ) with a protease inhibitor ( @DRUG$ boceprevir ) to the interferon ( PEG - IFN and @DRUG$ ( RBV ) regimen .	The current treatment for hepatitis C virus ( HCV ) genotype 1 chronic infection is the addition of direct-acting antivirals ( DAAs ) with a protease inhibitor ( @DRUG$ or boceprevir ) to the pegylated interferon ( PEG - IFN )	1
0	Fewer surgeries for BPH, @DRUG$ well as a decreased incidence of acute urinary retention, have also been seen with @DRUG$ therapy.	Fewer surgeries for BPH , @DRUG$ well as a decrease incidence of acute urinary retentivity , have also been seen with @DRUG$ therapy .	Fewer surgeries for BPH , @DRUG$ as well a decreased incidence of urinary acute retention , have also been seen with @DRUG$ therapy .	Fewer surgeries for BPH , @DRUG$ well as a incidence of acute retention , have also been seen @DRUG$ therapy .	@DRUG$ therapy has been seen to result in fewer surgeries for BPH, as well as a decreased incidence of acute urinary retention.	1
0	RESULTS: At week 24, the proportion of patients with 50 percent improvement in disease symptoms according to the ACR criteria, the primary end point, was significantly greater with the rituximab-methotrexate combination (43 percent, @DRUG$=0.005) and the rituximab-@DRUG$ combination (41 percent, P=0.005) than with methotrexate alone (13 percent).	RESULTS : astatine calendar week 24 , the dimension of patients with 50 percentage improvement in disease symptoms according to the ACR criteria , the primary end breaker point , was significantly smashing with the rituximab-methotrexate combination ( 43 percentage , @DRUG$=0.005 ) and the rituximab - @DRUG$ combination ( 41 percentage , P=0.005 ) than with methotrexate alone ( 13 percentage ) .	RESULTS : end week 24 , the proportion of patients with 50 percent improvement in disease symptoms according to the ACR criteria , the greater At alone , was significantly primary with and rituximab-methotrexate combination ( 43 percent , ( ) point the rituximab - @DRUG$ combination ( 41 percent , P=0.005 ) than with methotrexate the @DRUG$=0.005 13 percent ) .	RESULTS : At week 24 , the proportion of with 50 percent improvement in disease symptoms according to the ACR criteria , primary end point , was significantly greater with the rituximab-methotrexate combination ( 43 percent , @DRUG$=0.005 ) and the @DRUG$ combination ( 41 percent , P=0.005 ) than with methotrexate alone ( 13 percent ) .	At week 24, the proportion of patients with 50 percent improvement in disease symptoms according to the ACR criteria, the primary end point, was significantly greater with the rituximab-methotrexate combination (43 percent, @DRUG$=0.005) and the rit	1
0	These studies suggest that both @DRUG$ and rofecoxib can cause sodium retention and decrease glomerular filtration rate (GFR) to a similar extent @DRUG$ nonselective NSAIDs in patients at risk for adverse renal effects.	These studies propose that both @DRUG$ and vioxx can cause sodium retention and decrease glomerular filtration rate ( GFR ) to a similar extent @DRUG$ nonselective NSAIDs in patients at risk for inauspicious renal effects .	These studies suggest that both @DRUG$ and rofecoxib can cause and retention sodium decrease glomerular similar rate ( GFR ) to a filtration extent @DRUG$ nonselective NSAIDs for patients at risk in adverse renal effects .	These suggest that both @DRUG$ and rofecoxib can cause sodium retention and decrease glomerular filtration rate ( GFR ) to a similar extent @DRUG$ nonselective NSAIDs patients at risk for adverse renal effects .	Both @DRUG$ and rofecoxib can cause sodium retention and decrease glomerular filtration rate ( GFR ) to a similar extent.	1
1	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, @DRUG$, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/@DRUG$, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This issue nidus on the keep up excerption of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , @DRUG$ , clofarabine , cipher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( touch off ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem na , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( man ) ; hMaxi -K , man papillomavirus vaccinum ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ace - 1018 ; Lasofoxifene tartrate , larodopa / carbidopa / @DRUG$ , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - ii bel , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort press out , sunitinib malate ; tadalafil , tanaproget , genus taxus , tiotropium cliche , treprostinil na ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Zileuton hydrobromide betamethasone dipropionate , levodopa dutasteride cetuximab , @DRUG$ , clofarabine , Cypher hydrochloride - , darbepoetin alfa , darifenacin / , desloratadine Valdecoxib Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , hMaxi hydrochloride , , peginterferon Ecogramostim , efalizumab , ertapenem sodium , nesiritide oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; duloxetine -K , human papillomavirus - ; Imatinib mesylate , indiplon sodium iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , CEA-TRICOM / carbidopa / @DRUG$ , liposomal doxorubicin A165 Nemifitide ditriflutate , escitalopram ; Omalizumab ; Pegfilgrastim , ; ; - 2a , Calcipotriol alfa vaccine 2 b , phVEGF Dalbavancin alfa tiotropium pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , bromide , Taxus , , tanaproget , treprostinil , ; , , vardenafil ; hydrate ; Ximelagatran ; peginterferon .	issue focuses on the following selection of drugs : AAV - NGFbeta , aprepitant aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate CEA-TRICOM , cetuximab , @DRUG$ , clofarabine , Cypher , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , ertapenem sodium , escitalopram oxalate ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - ; Lasofoxifene tartrate , levodopa / carbidopa @DRUG$ , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , alfa - 2a alfa - 2 b , phVEGF - A165 pimecrolimus , pramlintide acetate ; , rimonabant ; Satraplatin , St. John's Wort , sunitinib malate ; Tadalafil , tanaproget Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrate ; Ximelagatran ; .	@DRUG$ is a drug that is related to @DRUG$.	0
0	RESULTS: After a median follow-up of 55.7 months (range 0-89.7), 809 events contributing to the analysis of disease-free survival had been reported (354 @DRUG$, 455 @DRUG$); unadjusted hazard ratio 0.76 (95% CI 0.66-0.88, p=0.0001) in favour of exemestane, absolute benefit 3.3% (95% CI 1.6-4.9) by end of treatment (ie, 2.5 years after randomisation).	ensue : After a median follow - up of 55.7 months ( range 0-89.7 ) , 809 events contribute to the psychoanalysis of disease -free endurance had been reported ( 354 @DRUG$ , 455 @DRUG$ ) ; unadjusted hazard ratio 0.76 ( 95 % CI 0.66-0.88 , p=0.0001 ) in party favor of exemestane , absolute benefit 3.3 % ( 95 % CI 1.6-4.9 ) by end of intervention ( ie , 2.5 years after randomization ) .	up : After a median follow - RESULTS of 55.7 months 809 range 0-89.7 ) , disease analysis contributing to the 455 of ( -free survival had been reported ( 354 @DRUG$ , events @DRUG$ ) ; unadjusted hazard ratio after ( 95 % CI 0.66-0.88 , CI ) in favour of exemestane , absolute benefit 3.3 % ( 95 % p=0.0001 1.6-4.9 ) by end of treatment ( ie , 2.5 years 0.76 randomisation ) .	RESULTS : After a median follow - up of 55.7 months ( range 0-89.7 ) , 809 contributing to the analysis of disease -free survival had been reported ( 354 @DRUG$ , 455 @DRUG$ ; unadjusted hazard ratio 0.76 ( 95 % CI 0.66-0.88 , p=0.0001 ) in favour of exemestane absolute benefit 3.3 % ( 95 % CI 1.6-4.9 by end of treatment ( ie , 2.5 years after randomisation ) .	@DRUG$ was found to be superior to @DRUG$ in terms of disease-free survival, with an absolute benefit of 3.3% by the end of the study.	0
0	OBJECTIVES: Safety, tolerability, and efficacy of a novel lipid emulsion containing a mixture of soybean oil, medium-chain triglycerides, @DRUG$ oil, and @DRUG$ (SMOFlipid 20%) with reduced n-6 fatty acids (FA), increased monounsaturated and n-3 FA, and enriched in vitamin E were evaluated in premature infants compared with a soybean oil-based emulsion.	OBJECTIVES : Safety , tolerability , and efficacy of a novel lipid emulsion containing a mixture of soybean oil , mass medium - chain triglycerides , @DRUG$ oil , and @DRUG$ ( SMOFlipid  % ) with come down n-6 fatty acids ( FA ) , increase monounsaturated and n-3 FA , and enriched in vitamin e were assess in premature infants compared with a soybean oil- based emulsion .	OBJECTIVES : Safety , tolerability , n-6 efficacy of a novel lipid emulsion containing a mixture of fatty oil , in - premature triglycerides , @DRUG$ oil , and @DRUG$ ( SMOFlipid 20 % ) with reduced and soybean acids ( FA ) , increased monounsaturated and n-3 FA , chain enriched in vitamin a were evaluated medium and infants compared with E soybean oil- based emulsion .	OBJECTIVES Safety , tolerability , and efficacy of a novel lipid emulsion containing a mixture of soybean oil , medium - chain triglycerides , @DRUG$ oil , and @DRUG$ ( SMOFlipid 20 % ) with reduced n-6 fatty acids ( ) increased and n-3 FA , and enriched in vitamin E were evaluated in premature infants compared with a soybean oil- emulsion .	The objectives of this study were to evaluate the safety, tolerability, and efficacy of a novel lipid emulsion containing a mixture of soybean oil, medium-chain triglycerides, @DRUG$ oil, and @DRUG$ (SMOFlipid 20%) with reduced n-6 fatty acids	0
0	The addition of tazobactam extends the activity of @DRUG$ to include most ESBL producers @DRUG$ well as some anaerobic species.	The addition of tazobactam extends the activity of @DRUG$ to include most ESBL producers @DRUG$ easily as some anaerobiotic species .	addition as of tazobactam extends the activity of @DRUG$ to include most ESBL producers @DRUG$ well The some anaerobic species .	addition of tazobactam extends the activity of @DRUG$ to include most producers @DRUG$ well as some anaerobic species	@DRUG$ is more effective when used in combination with tazobactam, because tazobactam extends the activity of DRUGA to include most ESBL producers @DRUG$ well as some anaerobic species .	0
1	The serum creatinine concentration increased 24 percent more slowly in the @DRUG$ group than in the placebo group (P=0.008) and 21 percent more slowly than in the @DRUG$ group (P=0.02).	The blood serum creatinine denseness increased twenty four percent more slowly in the @DRUG$ group than in the placebo group ( P=0.008 ) and 21 percent more slowly than in the @DRUG$ group ( P=0.02 ) .	The serum creatinine concentration increased 24 percent more slowly in the @DRUG$ group and in the placebo group ( P=0.008 ) than 21 percent more slowly than in ) @DRUG$ group ( P=0.02 the .	The serum concentration increased 24 percent more slowly in @DRUG$ group than in the placebo group ( P=0.008 ) and 21 percent more slowly than @DRUG$ group ( P=0.02 ) .	The serum creatinine concentration increased more slowly in the @DRUG$ group than in the placebo group ( P=0.008 ) and more slowly than in the @DRUG$ group ( P=0.02 ) .	0
1	@DRUG$ is metabolized by CYP3A4, as is @DRUG$, although in the latter case aldehyde oxidase is the enzyme responsible for most of the metabolism.	@DRUG$ is metabolized by CYP3A4 , as is @DRUG$ , although in the latter shell aldehyde oxidase is the enzyme creditworthy for most of the metabolism .	@DRUG$ is metabolized by CYP3A4 , as is @DRUG$ , although in the oxidase case aldehyde latter is the metabolism responsible for most of the enzyme .	@DRUG$ is metabolized by CYP3A4 , as is @DRUG$ , although in latter case aldehyde oxidase is the enzyme responsible for most of the metabolism .	@DRUG$ is metabolized by CYP3A4 , as is @DRUG$ . However, in the case of DRUGB , aldehyde oxidase is the enzyme responsible for most of the metabolism .	0
0	RESULTS: For bolus versus infusion, E* values were always negative when (18)@DRUG$-FDG was administered @DRUG$ a bolus and were always positive when it was administered as an infusion.	RESULTS : For bolus versus infusion , E* values were always blackball when ( eighteen ) @DRUG$ - FDG was administered @DRUG$ a bolus and were always positivist when it was administered as an infusion .	RESULTS : For bolus versus infusion , ( were values always negative and E* 18 ) @DRUG$ - FDG was administered @DRUG$ a bolus when were always positive when it was administered as an infusion .	RESULTS For bolus versus infusion , values were always negative when ( 18 ) @DRUG$ - FDG was administered @DRUG$ a bolus and were always positive when it was administered as an infusion .	When @DRUG$ is administered as a bolus (given as a single, large dose), its effect (E*) is always negative (meaning that it decreases the amount of glucose uptake by the cells). However, when DRUGA is administered as an infusion (given over a period of time),	1
0	Plasma NE and @DRUG$ also peaked at about 3 hours, but at much lower concentrations (4 and 42 nmol/@DRUG$).	Plasma NE and @DRUG$ as well peaked at about 3  minutes , but at much lower concentrations ( 4 and 42 nmol / @DRUG$ ) .	Plasma NE and @DRUG$ also peaked at about 3 hours , but at lower and concentrations ( 4 much 42 nmol / @DRUG$ ) .	Plasma NE and @DRUG$ also peaked at about 3 hours but at much lower concentrations ( 4 and 42 nmol / @DRUG$ ) .	Plasma NE and @DRUG$ also peaked at about 3 hours, but at much lower concentrations (4 and 42 nmol/@DRUG$).	0
0	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (AsC), @DRUG$ (p-@DRUG$), 4-hydroxyphenylarsonic acid (4-OH), Nitarsone, Roxarsone and two inorganic arsenic species, arsenate As(v) and arsenite As(iii), could be detected by their typical m/z and collision induced dissociation (CID) behavior respectively.	Each arsenic mintage in this canvas , including monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( AsC ) , @DRUG$ ( p- @DRUG$ ) , 4-hydroxyphenylarsonic acid ( tetrad - OH ) , Nitarsone , Roxarsone and two inorganic arsenic mintage , arsenate angstrom ( v ) and arsenite angstrom ( iii ) , could be detected by their typical m/z and collision induced disassociation ( criminal investigation command ) demeanour severally .	Each arsenic species two this study by including monomethylarsonic ( acid As ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine iii AsC ) , @DRUG$ ( p- @DRUG$ ) , 4-hydroxyphenylarsonic typical ( 4 - OH ) , Nitarsone , Roxarsone and in inorganic arsenic species , arsenate MMA ( v ) and arsenite As dissociation ( ) , could be detected , their acid m/z and collision induced ( ( CID ) behavior respectively .	Each arsenic species study , including monomethylarsonic acid ( MMA ) dimethylarsinic ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( AsC ) , @DRUG$ ( p- @DRUG$ ) , 4-hydroxyphenylarsonic acid ( 4 - OH ) , Nitarsone , and two inorganic arsenic species , arsenate As ( v ) and arsenite As ( iii ) , could detected by their typical m/z and collision induced dissociation ( ) behavior respectively .	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (AsC), @DRUG$ (p-@DRUG$), 4-hydroxyphenyl	0
0	Over the past 60 years, @DRUG$ has been successfully utilized in ophthalmic surgery and is now being implemented in dermatosurgery as well @DRUG$ in other surgical disciplines.	Over the past 60 long time , @DRUG$ has been successfully utilized in ophthalmic surgery and is now being implemented in dermatosurgery as well @DRUG$ in other operative disciplines .	Over the past 60 years successfully @DRUG$ has been , utilized well ophthalmic surgery and is now being implemented in dermatosurgery as in @DRUG$ in other surgical disciplines .	Over the past 60 years , @DRUG$ been successfully utilized in ophthalmic surgery and is now being implemented dermatosurgery as well @DRUG$ in other surgical disciplines .	@DRUG$ has been used successfully in ophthalmic surgery for many years, and is now being used in dermatosurgery as well. @DRUG$ is also being used in other surgical disciplines.	0
0	Exposure to @DRUG$ is by the inhalation of sprays or vapors from impregnated resins, by skin contact, or orally @DRUG$ a residue in food.	Exposure to @DRUG$ is by the inhalation of sprays or vapors from impregnated resin , by skin contact , or by word of mouth @DRUG$ a residue in food .	Exposure to @DRUG$ is by the inhalation of sprays or skin from impregnated resins , by vapors contact , a orally @DRUG$ or residue in food .	Exposure to @DRUG$ is by the inhalation of sprays or from impregnated resins by skin contact , or orally @DRUG$ a residue food .	@DRUG$ is a substance that is used to treat or prevent diseases. @DRUG$ is a substance that is used to produce DRUGA.	0
0	After a prepulse of 1 s at -80 mV, ICa,@DRUG$ recovered up to 54 +/- 2% of the maximum current value in the presence of lacidipine, and up to 91 +/- 3% and 93 +/- 5% in the presence of nimodipine and nisoldipine, respectively (@DRUG$ < 0.05 vs lacidipine).	afterward a prepulse of unity s at - 80 atomic number  , ICa , @DRUG$ recovered up to  + /- 2 % of the upper limit current value in the presence of lacidipine , and up to 91 +/- 3 % and xciii +/- 5 % in the presence of nimodipine and nisoldipine , respectively ( @DRUG$ < 0.05 vs lacidipine ) .	to a prepulse of 1 s at - % vs , ICa , @DRUG$ recovered up to 54 + /- 2 and of the maximum ) value in the presence of lacidipine , and up presence 91 +/- 3 80 and 93 +/- 5 % in the After of nimodipine % nisoldipine , respectively ( @DRUG$ < 0.05 mV lacidipine current .	After a prepulse of 1 s at - 80 mV , ICa , @DRUG$ recovered up to 54 + /- 2 % of the maximum current value in the presence of lacidipine , and up to 91 +/- 3 % and 93 +/- % in the presence of nimodipine and nisoldipine , ( @DRUG$ ) .	After a prepulse of 1 s at - 80 mV , ICa , @DRUG$ recovered up to 54 + /- 2 % of the maximum current value in the presence of lacidipine , and up to 91 +/- 3 % and 93 +/- 5 % in the presence of nim	1
0	Second-generation antihistamines (e.g. cetirizine, desloratadine, @DRUG$, @DRUG$ and mizolastine) are recommended first-line treatment for both conditions; however, studies of clinically relevant differences among these agents are lacking.	Second- generation antihistamines ( for instance cetirizine , desloratadine , @DRUG$ , @DRUG$ and mizolastine ) are advocate first-line treatment for both shape ; however , studies of clinically relevant differences among these agents are lacking .	studies generation antihistamines ( e.g. cetirizine , desloratadine , @DRUG$ , @DRUG$ lacking mizolastine ) are recommended first-line treatment for both conditions ; however , are of clinically relevant differences among these agents Second- and .	Second- antihistamines ( cetirizine , desloratadine , @DRUG$ @DRUG$ and mizolastine are recommended first-line treatment for both conditions however , studies clinically differences among these agents are lacking .	Second- generation antihistamines ( e.g. cetirizine , desloratadine , @DRUG$ and @DRUG$ ) are all recommended first-line treatment for both conditions . However , there is a lack of studies that compare the clinical effects of these agents .	0
0	Six normal men were studied on four occasions: 1) Arg-TRH, 30 g arginine were administered in 500 mL saline in 30 min, followed by an injection of 200 micrograms TRH; 2) GHRH-Arg-TRH, 100 micrograms @DRUG$-(1-44) were given iv as a bolus immediately before the Arg infusion, followed by 200 micrograms TRH, iv; 3) GHRH test, 100 micrograms GHRH were given @DRUG$ an iv bolus; and 4) TRH test, 200 micrograms TRH were given iv as a bolus dose.	Six normal homo were studied on little joe social occasion : unity ) Arg-TRH , 30 gigabyte arginine were administered in 500 cc saline solution in 30 minute , followed by an shot of 200 micrograms TRH ; 2 ) GHRH - Arg- TRH , 100 micrograms @DRUG$ -( unity - 44 ) were given iv as a bolus immediately before the Arg extract , followed by 200 micrograms TRH , iv ; 3 ) GHRH test , 100 micrograms GHRH were given @DRUG$ an iv bolus ; and 4 ) TRH test , 200 micrograms TRH were given iv as a bolus dose .	Six normal men were studied on four dose : 1 and Arg-TRH micrograms 30 g ; were iv in 500 mL saline in 30 arginine , followed by an injection of ) micrograms TRH ; 2 , GHRH - Arg- TRH , 100 micrograms @DRUG$ -( 1 - 44 ) were given iv as a bolus immediately before the Arg infusion 200 followed by 200 micrograms TRH , iv ; 3 ) GHRH test , 100 micrograms GHRH were given @DRUG$ an administered bolus min ) 4 ) TRH test occasions 200 , TRH were given iv as a bolus , .	Six normal men were studied on four occasions : 1 ) , 30 g arginine were administered in 500 mL saline min followed by an injection of 200 micrograms TRH ; 2 ) GHRH - Arg- TRH , 100 micrograms @DRUG$ -( 1 44 ) given iv as a bolus immediately before the infusion , followed by 200 micrograms TRH , iv ; 3 ) GHRH test , 100 micrograms GHRH were given @DRUG$ an iv bolus ; and ) TRH test , 200 micrograms TRH were given iv as a bolus dose .	Six normal men were studied on four occasions: 1) Arg-TRH, 30 g arginine were administered in 500 mL saline in 30 min, followed by an injection of 200 micrograms TRH; 2) GHRH-Arg-TRH, 100 micrograms DRUG	1
0	In mice depleted of GSH by treatment with buthionine sulfoximine (BSO), @DRUG$ (2-mercapto-@DRUG$, MMI) causes liver injury characterized by centrilobular necrosis of hepatocytes and an increase in serum alanine transaminase (SALT) activity.	In mice depleted of GSH by treatment with buthionine sulfoximine ( BSO ) , @DRUG$ ( 2-mercapto - @DRUG$ , MMI ) movement liver colored injury characterized by centrilobular necrosis of hepatocytes and an gain in serum alanine transaminase ( common salt ) activity .	) mice depleted in GSH by treatment In buthionine sulfoximine ( BSO ) , @DRUG$ ( 2-mercapto - @DRUG$ serum MMI ) causes liver injury characterized by centrilobular necrosis of hepatocytes and an increase of , alanine transaminase ( SALT with activity .	In mice of GSH by treatment with buthionine ( BSO ) , @DRUG$ ( 2-mercapto - @DRUG$ , MMI ) causes liver injury characterized by centrilobular necrosis of hepatocytes and an increase in serum alanine transaminase ( SALT ) activity .	In mice depleted of GSH by treatment with buthionine sulfoximine ( BSO ) , @DRUG$ ( 2-mercapto - @DRUG$ , MMI ) causes liver injury characterized by centrilobular necrosis of hepatocytes and an increase in serum alan	0
0	@DRUG$ in @DRUG$: safer intravenous iron therapy than iron dextrans.	@DRUG$ in @DRUG$ : good intravenous iron therapy than iron dextrans .	@DRUG$ iron @DRUG$ : safer intravenous in therapy than iron dextrans .	@DRUG$ in @DRUG$ : safer intravenous iron therapy than iron dextrans .	@DRUG$ is a safer intravenous iron therapy than iron dextrans.	1
0	Serum @DRUG$ concentration at admission was 5.5 mg/@DRUG$.	Serum @DRUG$ concentration at access was 5.5 mg / @DRUG$ .	Serum @DRUG$ concentration at mg was 5.5 admission / @DRUG$ .	Serum @DRUG$ concentration at admission was 5.5 mg / @DRUG$	The serum concentration of @DRUG$ at admission was 5.5 mg per @DRUG$.	0
1	Status epilepticus that does not respond to first-line benzodiazepines (lorazepam or @DRUG$) or to second-line antiepileptic drugs (phenytoin/fosphenytoin, @DRUG$ or valproate) is usually considered refractory and requires more aggressive treatment.	Status epilepticus that does not react to first-line benzodiazepines ( lorazepam or @DRUG$ ) or to second-line antiepileptic drugs ( phenytoin / fosphenytoin , @DRUG$ or valproate ) is ordinarily considered recalcitrant and requires more aggressive treatment .	Status epilepticus that first-line not respond to and benzodiazepines aggressive lorazepam or @DRUG$ ) or to second-line antiepileptic drugs ( phenytoin / fosphenytoin , @DRUG$ or valproate ) is usually considered refractory does requires more ( treatment .	Status epilepticus that does not respond to first-line benzodiazepines ( lorazepam or @DRUG$ ) or to second-line antiepileptic drugs ( phenytoin / fosphenytoin , @DRUG$ or valproate ) is usually considered refractory and more aggressive treatment .	If a person's seizure disorder does not respond to the first two types of drugs used to treat it (benzodiazepines and antiepileptic drugs), then the person's seizures are considered to be refractory and require more aggressive treatment.	1
0	In addition to exhibiting activity against important skin/soft tissue pathogens, sarecycline exhibits targeted antibacterial activity against clinical isolates of Cutibacterium acnes In the current study, @DRUG$ was 16- to 32-fold less active than broad-spectrum tetracyclines-such as minocycline and @DRUG$-against aerobic Gram-negative bacilli associated with the normal human intestinal microbiome.	In increase to exhibiting activity against important struggle / soft tissue pathogens , sarecycline exhibit targeted antibacterial activity against clinical isolates of Cutibacterium acnes In the current study , @DRUG$ was 16 - to 32 - fold less active than broad-spectrum tetracyclines - such as minocycline and @DRUG$ - against aerophilic Gram-negative bacillus associated with the rule human intestinal microbiome .	In antibacterial to exhibiting activity against important minocycline / soft tissue pathogens , sarecycline exhibits targeted Cutibacterium activity against clinical isolates of addition acnes In the current study , @DRUG$ was 16 - to 32 - fold less active than broad-spectrum tetracyclines - such as @DRUG$ and normal - against aerobic Gram-negative bacilli associated with the skin human intestinal microbiome .	In addition to exhibiting activity against important skin / tissue pathogens , sarecycline exhibits targeted antibacterial activity against clinical of Cutibacterium acnes In the current study , @DRUG$ 16 - to 32 - fold less than broad-spectrum tetracyclines - such minocycline and @DRUG$ - aerobic Gram-negative bacilli associated with the normal human intestinal microbiome	@DRUG$ is 16- to 32- fold less active than broad-spectrum tetracyclines - such as minocycline and @DRUG$ - against aerobic Gram-negative bacilli associated with the normal human intestinal microbiome.	0
0	Sixty-five women (mean age 79.5), taking a background diet low in calcium, were randomly assigned to @DRUG$ + EPA or coconut oil placebo capsules; in addition, all received 600 mg/day @DRUG$ as the carbonate.	Sixty - five women ( mean age 79.5 ) , taking a background diet low in atomic number  , were arbitrarily assigned to @DRUG$ + EPA or coconut oil placebo condensation ; in addition , all received 600 magnesium / day @DRUG$ as the carbonate .	Sixty in five women ( / age 79.5 ) , taking a all diet low - calcium , were randomly assigned to @DRUG$ + EPA , coconut oil placebo capsules ; in addition or background received 600 mg mean day @DRUG$ as the carbonate .	Sixty - five women ( age 79.5 ) , taking a background diet in calcium , were randomly assigned to @DRUG$ + EPA or coconut oil placebo capsules ; in addition , all received 600 mg / @DRUG$ as the carbonate	Sixty - five women were randomly assigned to @DRUG$ + EPA or coconut oil placebo capsules ; in addition , all received 600 mg / day @DRUG$ as the carbonate .	0
0	METHODS: In the ambrisentan study, 12 healthy extensive metabolizers (EM) of CYP2C19 received therapeutic doses of @DRUG$ (5 mg @DRUG$.d. on study days 1 - 11) and GFJ (1 x 300 mL/d on study days 6 - 8 and 3 x 300 mL/d on study days 9 - 11).	METHODS : In the ambrisentan study , 12 healthy extensive metabolizers ( EM ) of CYP2C19 received therapeutic state of @DRUG$ ( 5 mg @DRUG$ .d. on study days one - 11 ) and GFJ ( one ex three hundred cc /d on study days 6 - 8 and triad ex three hundred cc /d on study days 9 - 11 ) .	.d. : In doses ambrisentan study , 12 healthy extensive metabolizers ( EM ) 1 CYP2C19 received therapeutic the ( @DRUG$ ( 5 ) @DRUG$ METHODS on study days of - 11 ) and GFJ of 1 - 300 mL /d on study days 6 - 8 and 3 x 300 mL /d on study days 9 x 11 mg .	METHODS In the ambrisentan study , 12 healthy extensive metabolizers ( CYP2C19 received therapeutic doses @DRUG$ ( 5 mg @DRUG$ .d. on study days 1 - 11 ) and ( 1 x 300 mL /d on study days 6 - 8 and 3 x on study days 9 11 ) .	METHODS : In the ambrisentan study , 12 healthy extensive metabolizers ( EM ) of CYP2C19 received therapeutic doses of @DRUG$ ( 5 mg @DRUG$ .d. on study days 1 - 11 ) and GFJ ( 1 x 300 mL /d on study	0
0	The recommended dose of nelarabine in adults is 1500 @DRUG$/m(2) IV given over 2 hours on days 1, 3, and 5, repeated every 21 days; the recommended dose in pediatric patients is 650 mg/@DRUG$(2) IV given over 1 hour for 5 consecutive days, repeated every 21 days.	The recommended dose of nelarabine in adults is 1500 @DRUG$ / m( two ) IV given over two minute on twenty four hours one , 3 , and 5 , repeated every  twenty four hours ; the recommended dose in pediatric patients is 650 mg / @DRUG$ ( two ) IV given over one hour for 5 sequent twenty four hours , repeated every  twenty four hours .	The recommended 1500 of nelarabine 5 adults is patients @DRUG$ / m( 2 ) IV given over days hours ; days 1 , 3 , and 5 , repeated every 21 2 on the recommended dose in pediatric dose is 650 mg / @DRUG$ ( 2 ) IV given over 1 hour for in consecutive days , repeated every 21 days .	The recommended dose nelarabine in adults is 1500 @DRUG$ / m( ) IV given over 2 hours on days 1 , 3 , and 5 every ; the recommended dose in pediatric patients 650 mg / @DRUG$ ( ) IV given 1 hour for 5 consecutive days , repeated every 21 .	The recommended dose of nelarabine in adults is 1500 @DRUG$ / m( 2 ) IV given over 2 hours on days 1 , 3 , and 5 , repeated every 21 days ; the recommended dose in pediatric patients is 650 mg / @DRUG$ ( 2 ) IV given over 1	0
1	Three groups of seven donkeys received either no medication (control) or @DRUG$ paste or granule formulations at horse dosage of 20mg/kg B.@DRUG$. (equals 6.94 mg/kg PYR base) of body weight.	ternary grouping of seven donkeys welcome either no medication ( control ) or @DRUG$ paste or granule formulations at horse dosage of 20mg / kg B.@DRUG$ . ( equals 6.94 mg / kg PYR stem ) of body weight .	Three groups of seven donkeys received either or medication ( ) ) no @DRUG$ paste or granule formulations at ( dosage 20mg of / kg B.@DRUG$ . horse equals 6.94 mg / kg PYR base control of body weight .	Three groups of seven donkeys received no medication ( ) or @DRUG$ paste or granule formulations at horse dosage 20mg / kg B.@DRUG$ . ( equals 6.94 mg / kg PYR base ) of body .	Three groups of seven donkeys received either no medication ( control ) or @DRUG$ paste or granule formulations at horse dosage of 20mg / kg B.@DRUG$ . ( equals 6.94 mg / kg PYR base ) of body weight .	0
0	The separation of diperodon has been carried out in the chromatographic system which consists of 70% methanol in mobile phase in @DRUG$ with @DRUG$ (6.8 g/l, pH = 7.4) and chemically bounded phase C18.	The interval of diperodon has been carried out in the chromatographic system which consists of 70 % methanol in roving phase in @DRUG$ with @DRUG$ ( 6.8 g/l , pH = 7.4 ) and chemically recoil phase C18 .	The separation of C18 been has carried out in the in system which consists of 70 % methanol in mobile phase chromatographic @DRUG$ with @DRUG$ ( 6.8 g/l , pH = 7.4 ) and chemically bounded phase diperodon .	The separation of diperodon has been carried out in the chromatographic system which consists of % methanol in mobile phase @DRUG$ with @DRUG$ ( 6.8 , = 7.4 and chemically bounded phase C18 .	@DRUG$ is a solvent that is used to separate diperodon from @DRUG$, which is a compound that is bound to a C18 chemically.	0
0	In patients with acute GORD with oesophagitis, omeprazole is at least as effective @DRUG$ lansoprazole or pantoprazole in promoting healing, and superior to @DRUG$, cimetidine or cisapride in oesophagitis healing and symptom relief.	In patients with ague GORD with oesophagitis , omeprazole is at least as effective @DRUG$ lansoprazole or pantoprazole in encourage heal , and superior to @DRUG$ , cimetidine or cisapride in oesophagitis heal and symptom relief .	In patients with acute GORD with oesophagitis , omeprazole is at least as effective @DRUG$ lansoprazole or pantoprazole in healing healing , promoting superior to @DRUG$ , cimetidine relief cisapride in oesophagitis and and symptom or .	In patients with acute GORD with oesophagitis , omeprazole is at least as effective @DRUG$ lansoprazole pantoprazole in healing , and superior to @DRUG$ , cimetidine or cisapride in oesophagitis healing and symptom relief .	Omeprazole is more effective than lansoprazole or pantoprazole in promoting healing, and superior to cimetidine or cisapride in oesophagitis healing and symptom relief.	1
0	In Phase II trials, @DRUG$, 1 @DRUG$ b.i.d., resulted in a greater proportion of non-constipated IBS patients reporting adequate relief of pain and discomfort, as well as improvement of bowel symptoms, frequency, urgency and stool consistency when compared with placebo.	In stage II test , @DRUG$ , 1 @DRUG$ b.i.d. , resulted in a greater proportion of non-constipated IBS patient reporting adequate moderation of pain and discomfort , as well as improvement of bowel symptoms , frequency , urgency and stool consistency when compared with placebo .	In Phase urgency trials , @DRUG$ , 1 @DRUG$ b.i.d. , IBS in a greater proportion of non-constipated resulted patients reporting adequate relief of pain and discomfort , as well of improvement as bowel frequency , symptoms , II and stool consistency when compared with placebo .	In Phase II trials , @DRUG$ , 1 @DRUG$ b.i.d. , resulted a greater proportion of non-constipated IBS reporting adequate relief of pain and discomfort , as well as improvement of bowel symptoms , urgency and stool when compared with placebo .	@DRUG$ was found to be more effective than placebo in relieving pain and discomfort, as well as improving bowel symptoms, frequency, urgency, and stool consistency in patients with IBS.	1
1	STUDY OBJECTIVE: To examine the effect of @DRUG$, a lipoglycopeptide antibiotic with potent gram-positive activity, on the pharmacokinetics of @DRUG$, a cytochrome P450 (CYP) 3A probe substrate.	STUDY OBJECTIVE : To examine the effect of @DRUG$ , a lipoglycopeptide antibiotic drug with powerful gram-positive bodily process , on the pharmacokinetics of @DRUG$ , a cytochrome P450 ( CYP ) 3A probe substrate .	STUDY OBJECTIVE : the examine To effect of @DRUG$ , a lipoglycopeptide antibiotic with the cytochrome activity , on potent pharmacokinetics of @DRUG$ , a gram-positive P450 ( CYP ) 3A probe substrate .	STUDY : To examine the effect @DRUG$ , a lipoglycopeptide antibiotic with potent gram-positive activity on the pharmacokinetics of @DRUG$ , a P450 ( CYP ) probe substrate .	The objective of the study was to examine the effect of @DRUG$, an antibiotic with potent gram-positive activity, on the pharmacokinetics of @DRUG$, a probe substrate for CYP3A.	0
0	Mice were fed a control diet or a diet containing fenbendazole (8-12 mg/kg/day) for 7 days prior to treatment with @DRUG$ (300 @DRUG$/kg) or phosphate buffered saline.	Mice were federal a control diet or a diet containing fenbendazole ( 8- 12 mg /kg / day ) for 7 days prior to discussion with @DRUG$ ( 300 @DRUG$ / kilogram ) or phosphate buffered saline .	Mice were fed control kg diet or a diet containing fenbendazole ( 8- 12 mg /kg / day ) for 7 saline prior to treatment with @DRUG$ ( 300 @DRUG$ / a ) or phosphate buffered days .	Mice were fed a control diet or a diet containing fenbendazole ( 8- 12 mg /kg / day ) 7 prior to treatment with @DRUG$ @DRUG$ / ) or phosphate buffered saline .	Mice were fed a control diet or a diet containing fenbendazole ( 8- 12 mg /kg / day ) for 7 days prior to treatment with @DRUG$ ( 300 @DRUG$ / kg ) or phosphate buffered saline ."The mice were given a diet with	0
0	In clinical trials @DRUG$ has proven to be at least @DRUG$ effective as the ACE inhibitor enalapril in reducing BP, but with a significantly lower incidence of side effects.	In clinical trials @DRUG$ has proven to be at least @DRUG$ effective as the i inhibitor enalapril in lose weight BP , but with a significantly broken incidence of side effects .	effects clinical trials @DRUG$ has proven to be side least @DRUG$ effective as the ACE inhibitor enalapril in reducing BP , at with a significantly lower incidence of but In .	In clinical trials @DRUG$ has proven to be at least @DRUG$ effective as the ACE inhibitor in reducing BP , but with a lower incidence of side effects	@DRUG$ is more effective than @DRUG$ in reducing BP, but with a significantly lower incidence of side effects.	0
0	@DRUG$, a K(@DRUG$) channel opener, alleviates chronic renal injury by targeting podocytes and macrophages.	@DRUG$ , a K( @DRUG$ ) channel opener , alleviates chronic renal injury by targeting podocytes and macrophage .	@DRUG$ , a K( @DRUG$ ) channel opener chronic alleviates , renal injury by targeting podocytes and macrophages .	@DRUG$ , K( @DRUG$ ) channel opener , alleviates chronic renal injury by targeting podocytes and macrophages .	@DRUG$ is a drug that opens up K(@DRUG$) channels, and it alleviates chronic renal injury by targeting podocytes and macrophages.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, @DRUG$, duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, @DRUG$ bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This issue pore on the stick with selection of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , bm - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , work out ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human being ) ; hMaxi -K , human being papillomavirus vaccinum ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven ,  - 1018 ; Lasofoxifene tartrate , brocadopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - 2 b complex , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort evoke , sunitinib malate ; cialis , tanaproget , taxus , @DRUG$ banality , treprostinil atomic number  ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses ; the , selection of drugs : AAV - , , aprepitant - aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan on Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab hydrochloride tositumomab ; clofarabine , Zileuton ; Dalbavancin , darbepoetin alfa ( darifenacin hydrobromide NGFbeta desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride St. 2a , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ; human ) alfa hMaxi -K , Wort papillomavirus vaccine ; Imatinib mesylate , indiplon , irofulven ( i131 ) ciclesonide , iodine , ISS - 1018 ; Lasofoxifene doxorubicin , levodopa / carbidopa / entacapone , liposomal tartrate ; Nemifitide ditriflutate , nesiritide ; Omalizumab , Pegfilgrastim , peginterferon alfa - Ecogramostim , peginterferon ; - 2 b , phVEGF , A165 , pimecrolimus , pramlintide acetate bromide Rasburicase , rimonabant hydrochloride ; Satraplatin , ; John's , extract , sunitinib malate , Tadalafil , tanaproget , Taxus , @DRUG$ ; , treprostinil sodium ; Valdecoxib following vardenafil human hydrate ; Ximelagatran ; Cypher .	This issue focuses on following selection of drugs : AAV - NGFbeta aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , duloxetine hydrochloride dutasteride ; Ecogramostim efalizumab , sodium , escitalopram oxalate , eszopiclone ; ; Gefitinib , , ghrelin ( ) ; hMaxi -K , human papillomavirus ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , alfa - 2a , peginterferon alfa - b , phVEGF - A165 , pimecrolimus pramlintide acetate ; Rasburicase , rimonabant hydrochloride , St. John's Wort extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , @DRUG$ bromide , treprostinil sodium , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton	@DRUG$ is a drug that is related to @DRUG$.	0
0	@DRUG$-Cycloserine, an inhibitor of alanine aminotransferase, decreased alanine accumulation by 80% after functional hepatectomy, whereas methionine sulphoximine, an inhibitor of glutamine synthetase, decreased @DRUG$ accumulation by the same amount.	@DRUG$ - cycloserine , an inhibitor of alanine aminotransferase , decreased alanine accumulation by fourscore % after useable hepatectomy , whereas methionine sulphoximine , an inhibitor of glutamine synthetase , decreased @DRUG$ accumulation by the same amount .	@DRUG$ - Cycloserine , an inhibitor of alanine aminotransferase , decreased alanine accumulation by 80 % after functional hepatectomy , whereas methionine an , , inhibitor of glutamine synthetase sulphoximine decreased @DRUG$ accumulation by the same amount .	@DRUG$ - Cycloserine , an inhibitor of alanine aminotransferase , decreased alanine accumulation by 80 % after functional hepatectomy , whereas sulphoximine , an inhibitor of glutamine synthetase , decreased @DRUG$ accumulation by the same amount	@DRUG$ - Cycloserine, an inhibitor of alanine aminotransferase, decreased alanine accumulation by 80% after functional hepatectomy, whereas methionine sulphoximine, an inhibitor of glutamine synthetase, decreased @DRUG$ accumulation by	0
0	Determination of the MICs of triclosan, CHX, @DRUG$, @DRUG$, vancomycin, and metronidazole for microcosm isolates, before and after 5 days of CHXM exposure, showed that CHXM exposure altered the distribution of isolates toward those that were less susceptible to CHX (P < 0.05).	Determination of the MICs of triclosan , CHX , @DRUG$ , @DRUG$ , vancomycin , and flagyl for microcosm isolates , before and after little phoebe days of CHXM pic , showed that CHXM pic alter the distribution of isolates toward those that were le susceptible to CHX ( P < 0.05 ) .	Determination of CHXM < of triclosan , CHX , @DRUG$ , @DRUG$ , vancomycin , 0.05 metronidazole for microcosm , , before and after 5 days of the exposure isolates showed that CHXM exposure altered the distribution of isolates toward those that were less susceptible to CHX ( P MICs and ) .	Determination of the of triclosan , CHX , @DRUG$ @DRUG$ vancomycin , and metronidazole for microcosm , before and 5 days of CHXM exposure , showed that CHXM exposure altered the distribution of isolates toward that were susceptible to CHX ( P < 0.05 ) .	Exposure to CHXM (a combination of triclosan, CHX, and @DRUG$) altered the distribution of isolates so that they were less susceptible to CHX.	1
0	During storage SDZ concentration increased @DRUG$ a result of the deacetylation of @DRUG$-SDZ, whose concentration decreased proportionally.	During storage SDZ tightness increased @DRUG$ a result of the deacetylation of @DRUG$ - SDZ , whose tightness decreased proportionately .	During storage SDZ concentration increased @DRUG$ a result of the deacetylation of @DRUG$ , SDZ - whose concentration decreased proportionally .	During storage concentration increased @DRUG$ a result the deacetylation of @DRUG$ - SDZ , whose concentration decreased proportionally .	As @DRUG$ is stored, it gradually deacetylates to form SDZ. The concentration of SDZ then increases, while the concentration of DRUGA decreases.	1
0	Veratridine causes deplorization of excitable cells and produces marked elevation of @DRUG$ 3',5'-monophosphate (cyclic @DRUG$) and guanosine 3',5'-monophosphate (cyclic GMP) levels in incubated slices of mouse cerebral cortex.	Veratridine causes deplorization of excitable cellular phone and produce marked elevation of @DRUG$ trinity ',5 ' - monophosphate ( cyclic @DRUG$ ) and guanosine trinity ' ,5 ' - monophosphate ( cyclic GMP ) levels in incubated slice up of mouse cerebral cortex .	Veratridine causes deplorization of of cells and in ( elevation excitable @DRUG$ 3 ',5 ' - monophosphate ( cyclic @DRUG$ ) and guanosine 3 ' ,5 ' - monophosphate marked cyclic GMP ) produces levels incubated slices of mouse cerebral cortex .	Veratridine causes deplorization of excitable cells and produces marked elevation of @DRUG$ 3 ',5 ' monophosphate ( cyclic @DRUG$ ) and guanosine 3 ' ,5 ' - monophosphate ( GMP ) levels in incubated slices of mouse cortex .	Veratridine causes an increase in the levels of @DRUG$ 3 ',5 ' - monophosphate ( cyclic @DRUG$ ) and guanosine 3 ' ,5 ' - monophosphate ( cyclic GMP ) in incubated slices of mouse cerebral cortex .	0
1	Similarly to @DRUG$, TA did not appreciably block brain 5-HT uptake; unlike DMI, TA did potentiate central @DRUG$ activity at high doses.	Similarly to @DRUG$ , TA did not appreciably block brain  - HT uptake ; unlike DMI , TA did potentiate central @DRUG$ activity at senior high school doses .	Similarly , @DRUG$ to TA did not appreciably block brain 5 - HT uptake ; high DMI , TA did potentiate central @DRUG$ activity at unlike doses .	Similarly to @DRUG$ , TA did not appreciably block brain 5 HT uptake ; unlike DMI , TA did potentiate central @DRUG$ activity at high doses .	@DRUG$ does not appreciably block brain 5 - HT uptake, while @DRUG$ does potentiate central DRUGA activity at high doses.	0
0	6-Amino-2-pentylthiobenzothiazole was found to be an efficient specific inhibitor of the transformation of the yeast form of C. albicans to its mycelial one, IC95(M) being 10 @DRUG$/@DRUG$, which was a concentration 25 times lower than MICY+M.	6 - Amino-2 - pentylthiobenzothiazole was obtain to be an effective specific inhibitor of the translation of the yeast form of C. albicans to its mycelial one , IC95 ( M ) being 10 @DRUG$ / @DRUG$ , which was a engrossment 25 times lower than MICY +M.	6 - MICY - pentylthiobenzothiazole was found to be an efficient specific inhibitor of the transformation of the yeast form of C. albicans a its mycelial one , IC95 ( M ) being concentration @DRUG$ / @DRUG$ , which was 25 10 to times lower than Amino-2 +M.	6 - Amino-2 - pentylthiobenzothiazole was found to be an efficient inhibitor of the transformation of yeast form of C. albicans to its mycelial one , IC95 ( M ) being 10 @DRUG$ / @DRUG$ , which was a concentration 25 than MICY +M.	6 - Amino-2 - pentylthiobenzothiazole was found to be an efficient specific inhibitor of the transformation of the yeast form of C. albicans to its mycelial one , IC95 ( M ) being 10 @DRUG$ / @DRUG$ , which	0
0	The ingestion of 3 g @DRUG$/day is in the long term likely to be @DRUG$ effective at raising tissue levels as this higher dose.	The ingestion of 3 g @DRUG$ / day is in the long term likely to be @DRUG$ effective at raising tissue levels as this mellow venereal infection .	The ingestion of 3 g @DRUG$ / raising is this the long term likely to be @DRUG$ effective at day tissue levels as in higher dose .	The ingestion of 3 g @DRUG$ / day is in the long term likely to be @DRUG$ effective at raising tissue levels as this higher dose .	The ingestion of 3 g @DRUG$ / day is likely to be effective at raising tissue levels as this higher dose .	1
0	The objective of this study was to determine vitamin E status by using plasma @DRUG$/total lipid ratio (E/@DRUG$) in children with cholestasis during supplementation with 20 IU/kg/day and 100 IU/kg/day of oral vitamin E capsule, and 50 IU/kg/day of cold water soluble form (CWSIF) of vitamin E. METHOD: Children with cholestasis who were being supplemented with 20 IU/kg/day of oral vitamin E capsule (dl-alpha-tocopherol) were enrolled into this study.	The aim of this study was to make up ones mind vitamin E position by using plasma @DRUG$ / tot lipid ratio ( E / @DRUG$ ) in fry with cholestasis during supplementation with 20 IU / kg / day and  IU / kg / day of oral examination vitamin E capsule , and 50 IU / kg / day of cold water soluble form ( CWSIF ) of vitamin E. METHOD : Children with cholestasis who were being add on with 20 IU / kg / day of oral examination vitamin E capsule ( dl-alpha-tocopherol ) were enrol into this study .	of objective of and E was to / vitamin E status by using plasma @DRUG$ / total lipid ratio ( E / @DRUG$ ) in children with cholestasis during supplementation with 20 IU determine kg / day this 100 IU / kg were day of oral vitamin study capsule enrolled and 50 IU / kg / day of cold water soluble form ( CWSIF ) The vitamin E. E : Children with cholestasis who / being supplemented with 20 IU / kg / day of oral study METHOD capsule ( dl-alpha-tocopherol ) were , into this vitamin .	The objective of this study was to determine vitamin E status by using plasma @DRUG$ / lipid ratio ( E @DRUG$ ) children with cholestasis during supplementation with 20 IU / kg / day and 100 IU / kg / day of oral vitamin E and 50 IU / kg / day of cold water soluble form ( CWSIF ) of vitamin E. METHOD Children with cholestasis who were being supplemented with 20 IU kg / day of oral vitamin E capsule ( dl-alpha-tocopherol ) were enrolled into study .	The objective of this study was to determine vitamin E status by using plasma @DRUG$ / total lipid ratio ( E / @DRUG$ ) in children with cholestasis during supplementation with 20 IU / kg / day and 100 IU / kg / day of oral vitamin E capsule , and 50 IU	0
0	In the large, randomised, multicentre INVEST (INternational @DRUG$ SR/trandolapril STudy), a verapamil SR-based treatment strategy that included trandolapril in most patients was @DRUG$ effective as an atenolol-based treatment strategy in reducing the risk of the primary outcome (first occurrence of death [all-cause], nonfatal myocardial infarction [MI] or nonfatal stroke) in patients with hypertension and coronary artery disease (CAD) and was as well tolerated.	In the large , randomised , multicentre INVEST ( outside @DRUG$ SR / mavik STudy ) , a verapamil SR - base treatment strategy that included mavik in most patients was @DRUG$ effective as an atenolol - base treatment strategy in dilute the risk of the primary winding effect ( first occurrence of decease [ all - cause ] , nonfatal myocardial infarction [ geographical mile ] or nonfatal stroke ) in patients with hypertension and coronary artery disease ( CAD ) and was as well tolerated .	In the large , ) , ] INVEST ( INternational @DRUG$ SR / that STudy ) , a verapamil SR - based artery strategy trandolapril included trandolapril in most patients was @DRUG$ effective as an atenolol - reducing treatment strategy in based the risk of the primary outcome ( first - of death [ all occurrence cause ] , nonfatal myocardial infarction [ MI multicentre or nonfatal stroke randomised in patients with hypertension coronary and treatment disease ( CAD ) and was as well tolerated .	In the large , , multicentre INVEST ( INternational @DRUG$ SR / trandolapril STudy ) , a verapamil SR - based treatment strategy that included trandolapril in most patients was @DRUG$ effective as an atenolol - based strategy in reducing the risk of the outcome ( first occurrence [ - cause ] , nonfatal myocardial [ MI ] or stroke ) in patients with hypertension and coronary ( CAD ) and was as well tolerated .	In the large study, a verapamil SR-based treatment strategy that included trandolapril in most patients was effective as an atenolol-based treatment strategy in reducing the risk of the primary outcome (first occurrence of death [all-cause], nonfatal myocard	1
0	RESULTS: Among 2048 patients evaluable for efficacy, the rate of venous thromboembolism was 4.6 per cent (47 of 1027) with fondaparinux compared with 6.1 per cent (62 of 1021) with dalteparin, a relative risk reduction of 24.6 (95 per cent confidence interval -9.0 to 47.9) per cent (P = 0.144), which @DRUG$ the predetermined criterion for non-inferiority of @DRUG$.	RESULTS : Among 2048 patients evaluable for efficaciousness , the rate of venous thromboembolism was 4.6 per centime ( forty seven of 1027 ) with fondaparinux equate with 6.1 per centime (  of 1021 ) with dalteparin , a relative peril reduction of 24.6 ( 95 per centime confidence musical interval - 9.0 to 47.9 ) per centime ( P = 0.144 ) , which @DRUG$ the predetermined criterion for non-inferiority of @DRUG$ .	RESULTS : - 2048 6.1 evaluable reduction efficacy , the rate of ) thromboembolism was 4.6 per of 62 47 of 1027 ) with fondaparinux cent with patients per cent ( ( compared 1021 venous with dalteparin , a relative risk for of 24.6 ( 95 per cent confidence interval Among 9.0 to 47.9 ) per cent ( P = 0.144 ) , which @DRUG$ the predetermined criterion for non-inferiority of @DRUG$ .	RESULTS : Among 2048 patients evaluable for efficacy , the rate of venous thromboembolism was 4.6 per ( 47 of 1027 ) with fondaparinux compared with 6.1 per cent ( of 1021 ) with dalteparin , a relative risk reduction 24.6 ( 95 per cent interval - 9.0 to 47.9 ) per cent ( P = 0.144 ) , which @DRUG$ the predetermined criterion for non-inferiority of @DRUG$ .	The rate of venous thromboembolism was 4.6 per cent ( 47 of 1027 ) with fondaparinux compared with 6.1 per cent ( 62 of 1021 ) with dalteparin , a relative risk reduction of 24.6 ( 95 per cent confidence	1
0	Insulin aspart or regular human insulin should be treated to <140 @DRUG$/dl postprandial and @DRUG$ should be treated to <110 mg/dl in the morning (fasting) after a previous dose titration of insulin aspart or regular human insulin over 6 months of treatment.	Insulin aspart or fixture human insulin should be treated to < 140 @DRUG$ / decilitre postprandial and @DRUG$ should be treated to < one hundred ten magnesium / decilitre in the morning ( fasting ) after a previous dose titration of insulin aspart or fixture human insulin over 6 months of handling .	Insulin aspart or regular human insulin should titration treated to < 140 @DRUG$ / morning postprandial to @DRUG$ should be treated and < 110 mg / dl in the over ( fasting ) of a previous dose be of insulin aspart or regular human insulin dl 6 months after treatment .	Insulin aspart or regular human insulin should be treated to < 140 @DRUG$ / dl postprandial and @DRUG$ should be treated to < 110 mg dl the morning fasting ) after a previous dose titration of insulin aspart or regular human insulin over 6 months of treatment .	Insulin aspart or regular human insulin should be treated to < 140 @DRUG$ / dl postprandial and @DRUG$ should be treated to < 110 mg / dl in the morning ( fasting ) after a previous dose titration of insulin aspart or regular human insulin over 6	0
0	Ocularly, levobunolol is as effective and as safe @DRUG$ topical @DRUG$ for the long-term treatment of elevated IOP.	Ocularly , levobunolol is as effective and as safety @DRUG$ topical @DRUG$ for the long-term discourse of elevated IOP .	Ocularly , levobunolol is as effective and elevated the @DRUG$ topical @DRUG$ for safe long-term treatment of as IOP .	Ocularly , levobunolol as effective and as @DRUG$ topical @DRUG$ for the long-term treatment of elevated IOP .	Levobunolol is just as effective and safe as any other drug when used topically to treat elevated IOP.	1
0	Dogs in each of the treatment groups received an NSAID (tepoxalin, 10 mg/kg, PO, q 24 h; carprofen, 2.2 mg/kg, PO, @DRUG$ 12 h; or meloxicam, 0.2 @DRUG$/kg, PO, q 24 h) on days 0 and 1.	Dogs in each of the treatment groups take in an nonsteroidal anti inflammatory ( tepoxalin , 10 mg / kg , PO , q 24 h ; carprofen , 2.2 mg / kg , PO , @DRUG$  h ; or meloxicam , 0.2 @DRUG$ / kg , PO , q 24 h ) on days cipher and one .	Dogs in each of the treatment groups received , NSAID ( tepoxalin , 10 mg / kg mg PO , q 24 , ; carprofen , h , / kg , PO , @DRUG$ 12 h ; or meloxicam , 0.2 @DRUG$ / kg an PO h q 24 2.2 ) on days 0 and 1 .	Dogs in each of groups received an ( tepoxalin , 10 mg / kg , PO , q h ; carprofen , 2.2 mg / kg , PO , @DRUG$ 12 h ; or meloxicam 0.2 @DRUG$ / kg , PO q 24 h ) on 0 and 1 .	Dogs in each of the treatment groups received an NSAID ( tepoxalin , 10 mg / kg , PO , q 24 h ; carprofen , 2.2 mg / kg , PO , @DRUG$ 12 h ; or meloxicam , 0.2 @DRUG$ /	0
0	The present review further details the potential role of second messengers like @DRUG$ (Ca2+) / calmodulin-dependent protein kinase (CaMKII), nitric oxide synthase, cytokines, arachidonic acid metabolites, @DRUG$ releasing factor, fos and src kinases in causing opioid withdrawal syndrome.	The present brushup further details the potential role of second messengers wish @DRUG$ ( Ca2 + ) / calmodulin-dependent protein kinase ( CaMKII ) , nitric oxide synthase , cytokines , arachidonic acid metabolites , @DRUG$ publish factor , fos and src kinases in causing opioid coitus interruptus syndrome .	calmodulin-dependent present review further details the potential role of + messengers like @DRUG$ , Ca2 second ) / The protein kinase ( , ) , nitric oxide synthase , cytokines ( arachidonic acid metabolites , @DRUG$ releasing factor CaMKII fos and src kinases in causing opioid withdrawal syndrome .	The present review further details the potential role of second messengers like @DRUG$ ( Ca2 + ) calmodulin-dependent protein ( CaMKII ) nitric oxide synthase cytokines , arachidonic acid metabolites , @DRUG$ releasing factor , and src kinases in causing opioid syndrome .	@DRUG$ ( Ca2 + ) / calmodulin-dependent protein kinase ( CaMKII ) , nitric oxide synthase , cytokines , arachidonic acid metabolites , @DRUG$ releasing factor , fos and src kinases can all cause opioid withdrawal syndrome.	0
0	Influence of phytostanol phosphoryl @DRUG$ (FM-VP4) on insulin resistance, hyperglycemia, plasma lipid levels, and gastrointestinal absorption of exogenous @DRUG$ in Zucker (fa/fa) fatty and lean rats.	Influence of phytostanol phosphoryl @DRUG$ ( fermium - VP4 ) on insulin resistance , hyperglycaemia , plasma lipid levels , and gastrointestinal absorption of exogenous @DRUG$ in Zucker ( fa / fa ) fat person and lean rats .	Influence fa phytostanol phosphoryl @DRUG$ ( ) - VP4 FM on insulin resistance , hyperglycemia of plasma lipid levels , and gastrointestinal absorption of exogenous @DRUG$ in Zucker ( , / fa ) fatty and lean rats .	Influence of phosphoryl @DRUG$ FM - VP4 ) on insulin resistance , hyperglycemia , plasma lipid levels , and gastrointestinal absorption of exogenous @DRUG$ Zucker ( fa / fa ) fatty lean rats .	The influence of phytostanol phosphoryl @DRUG$ on insulin resistance, hyperglycemia, plasma lipid levels, and gastrointestinal absorption of exogenous @DRUG$ in Zucker (fa/fa) fatty and lean rats.	0
0	The main pharmacokinetic properties with the test and reference formulations were as follows: C(max), 417.4 (107.6) and 414.8 (95.1) ng/mL, respectively (P = NS); median (range) T(max), 0.63 (0.25-1.0) and 0.75 (0.5-1.5) hours (P = 0.035); AUC(0-t), 2033.6 (564.9) and 1992.0 (483.3) ng/mL/h (P = NS); AUC(0-infinity), 2285.4 (597.7) and 2215.2 (604.0) @DRUG$/mL/h (P = NS); and t(1/2), 6.9 (4.2) and 6.1 (5.2) hours (@DRUG$ = NS).	The principal pharmacokinetic place with the try out and cite conceptualisation were as follows : C( grievous bodily harm ) , 417.4 ( 107.6 ) and 414.8 ( 95.1 ) nanogram / cubic centimeter , severally ( P = north ) ; median ( range ) T( grievous bodily harm ) , 0.63 ( 0.25 - 1.0 ) and 0.75 ( 0.5 - 1.5 ) hours ( P = 0.035 ) ; auc ( 0-t ) , 2033.6 ( 564.9 ) and 1992.0 ( 483.3 ) nanogram / mL/h ( P = north ) ; auc ( zero - eternity ) , 2285.4 ( 597.7 ) and 2215.2 ( 604.0 ) @DRUG$ / mL/h ( P = north ) ; and t ( 1/2 ) , 6.9 ( 4.2 ) and 6.1 ( 5.2 ) hours ( @DRUG$ = north ) .	The main pharmacokinetic properties with the ( and reference formulations were as 597.7 : C( max ) , 417.4 ( 107.6 ( and 414.8 ( max ) , / mL , hours ) ng = NS ) ; median test range ) T( ( AUC , 0.63 ( 0.25 - 1.0 ) and 0.75 ( 0.5 - 1.5 ) - ( P = 0.035 ) ; AUC ( 0-t ) ng respectively 95.1 564.9 ) and 1992.0 ( 483.3 ) P / mL/h ( P = NS ) ; ) ( 0 2033.6 infinity ) , 2285.4 1/2 follows , and 2215.2 ( 604.0 ) @DRUG$ / mL/h ( P = NS ) ; and t ( ( ) ) 6.9 ( 4.2 ) and 6.1 ( 5.2 ) hours ( @DRUG$ = NS ) .	pharmacokinetic properties with the test and formulations were follows : C( max ) , 417.4 ( 107.6 ) 414.8 95.1 ) ng / mL , respectively ( P = NS ) ; median ( range T( max ) , 0.63 ( 0.25 - 1.0 ) and ( 0.5 - 1.5 hours ( P = 0.035 ) ; AUC ( 0-t ) , 2033.6 ( 564.9 ) and 1992.0 ( 483.3 ) ng / mL/h ( P = NS ) ; AUC ( 0 - infinity ) , 2285.4 ( 597.7 ) and 2215.2 ( 604.0 ) @DRUG$ / ( P = NS and t ( 1/2 ) , 6.9 ( 4.2 ) and 6.1 ( ) hours ( @DRUG$ = NS ) .	The main pharmacokinetic properties with the test and reference formulations were as follows : C( max ) , 417.4 ( 107.6 ) and 414.8 ( 95.1 ) ng / mL, respectively ( P = NS ) ; median ( range ) T( max ) , 0.	1
1	Based on these characterization studies, including C-11 labeled desipramine (DMI), 2-hydroxydesipramine (HDMI), @DRUG$, talsupram, nisoxetine (Nis), oxaprotiline (Oxap), lortalamine (Lort) and C-11 and F-18 derivatives of reboxetine (RB), methylreboxetine (MRB) and their individual (R, R) and (S, S) enantiomers, in conjunction with studies with radiolabeled 4-iodo-tomoxetine and 2-iodo-@DRUG$, we have identified the superiority of (S, S)-[(11)C]MRB and the suitability of the MRB analogs as potential NET ligands for PET.	establish on these delineation studies , including C-11 labeled desipramine ( DMI ) , 2-hydroxydesipramine ( HDMI ) , @DRUG$ , talsupram , nisoxetine ( ni ) , oxaprotiline ( Oxap ) , lortalamine ( Lort ) and C-11 and degree fahrenheit -18 derivatives of edronax ( RB ) , methylreboxetine ( MRB ) and their individual ( R , R ) and ( sec , sec ) enantiomer , in colligation with studies with radiolabeled tetrad - iodo - tomoxetine and 2 - iodo - @DRUG$ , we have identified the superiority of ( sec , sec ) - [ ( xi ) C ] MRB and the suitableness of the MRB analogs as potential NET ligand for PET .	Based on these characterization studies ) including C-11 labeled desipramine F DMI , , 2-hydroxydesipramine ( HDMI ) , @DRUG$ ( talsupram , nisoxetine ( Nis ( , oxaprotiline ( Oxap ) , lortalamine ) Lort ) and C-11 and , -18 derivatives of reboxetine ( RB ) , methylreboxetine the MRB ) and their , ( R , R ) and ( S , S ) enantiomers , S conjunction with studies with radiolabeled 4 - iodo - tomoxetine and 2 - iodo - @DRUG$ individual ( have identified the superiority of ( S the in ) MRB NET ( 11 ) C ] MRB and [ suitability of , - analogs as potential we ligands for PET .	Based on these characterization studies , including C-11 labeled desipramine ( DMI ) 2-hydroxydesipramine ( HDMI ) , @DRUG$ , talsupram , nisoxetine ( Nis ) , oxaprotiline ( Oxap ) , lortalamine ( Lort ) and C-11 F -18 derivatives of ( RB ) , methylreboxetine ( MRB ) and their individual ( R , R ) and ( S , S ) enantiomers , in with studies with radiolabeled - iodo - and 2 iodo - @DRUG$ , we have identified the superiority of ( S , S ) - [ ( 11 ) C ] and the suitability of MRB analogs as ligands for .	Based on these characterization studies, including C-11 labeled desipramine (DMI), 2-hydroxydesipramine (HDMI), @DRUG$, talsupram, nisoxetine (Nis), oxaprotiline (Oxap), l	1
0	For the PCOS patients with IR, obesity or high @DRUG$/FSH ratio, @DRUG$ combines with metformin maybe more effective than use DRSP alone.	For the PCOS patients with IR , obesity or gamey @DRUG$ / FSH ratio , @DRUG$ combines with metformin maybe more effective than use DRSP unique .	metformin the PCOS patients with IR , obesity or high @DRUG$ / with ratio , @DRUG$ combines FSH For maybe more effective than use DRSP alone .	For the PCOS patients with IR , obesity or high @DRUG$ / FSH ratio , @DRUG$ combines with metformin maybe more effective than use DRSP alone .	For the PCOS patients with IR , obesity or high @DRUG$ / FSH ratio , @DRUG$ may be more effective than metformin alone .	0
0	The PRL increase after TRH only also was lower (47.2 +/- 6.8 micrograms/@DRUG$) than the PRL response after @DRUG$-TRH.	The PRL increment after TRH only too was lower ( 47.2 +/- 6.8 micrograms / @DRUG$ ) than the PRL response after @DRUG$ - TRH .	The PRL increase after TRH only also was lower ( 47.2 +/- 6.8 micrograms / @DRUG$ ) - than PRL response after @DRUG$ the TRH .	The PRL increase TRH only also was lower 47.2 +/- 6.8 micrograms / @DRUG$ ) than the response after @DRUG$ - TRH .	The PRL increase after TRH only also was lower ( 47.2 +/- 6.8 micrograms / @DRUG$ ) than the PRL response after @DRUG$ - TRH ."In other words, the PRL increase after TRH only was lower when DRUGA	0
0	Here, we report a thermodynamic and computational characterization of the binding mode of @DRUG$ and benserazide, two therapeutic agents co-administered in the treatment of Parkinson's disease, to @DRUG$ (HSA).	Here , we report a thermodynamic and computational characterisation of the bandaging mode of @DRUG$ and benserazide , deuce therapeutic agents co-administered in the treatment of Parkinson 's disease , to @DRUG$ ( HSA ) .	Here , we report a thermodynamic and computational disease of the , mode the @DRUG$ and benserazide binding two therapeutic agents co-administered in of treatment of Parkinson 's characterization , to @DRUG$ ( HSA ) .	Here , we report a thermodynamic and computational of the binding mode of @DRUG$ and benserazide , two therapeutic agents co-administered in the treatment of Parkinson 's disease , @DRUG$ ( HSA )	We found that @DRUG$ and benserazide bind to @DRUG$ in a way that is thermodynamically favorable and that can be computationally predicted.	0
0	BACKGROUND/AIMS: @DRUG$ (LTG) is a popular modern antiepileptic drug (AED), however, its mechanism of action has yet to be fully understood, @DRUG$ it is known to modulate many members of several ion channel families.	BACKGROUND / AIMS : @DRUG$ ( LTG ) is a popular modern antiepileptic drug ( AED ) , however , its mechanism of action has heretofore to be full understood , @DRUG$ it is known to modulate many fellow member of several ion channel kinsperson .	BACKGROUND / AIMS : @DRUG$ ( LTG fully is channel popular modern ) drug ( AED ) , however , its mechanism of action has , to be antiepileptic understood yet @DRUG$ it is known to modulate many members of several ion a families .	BACKGROUND / AIMS : @DRUG$ ( LTG ) is a popular modern antiepileptic drug ( AED ) , , its mechanism of action has yet to be fully understood , @DRUG$ it is known to modulate many members of several ion channel families .	@DRUG$ is a popular modern antiepileptic drug, however, its mechanism of action has yet to be fully understood. @DRUG$ is known to modulate many members of several ion channel families.	0
0	The decisions were driven by a model of the likely clinical profile of gemcabene in comparison with its competitors, such @DRUG$ 3-hydroxymethylglutaryl coenzyme A reductase inhibitors (statins), the cholesterol absorption inhibitor @DRUG$, and their combination.	The conclusion were driven by a model of the likely clinical profile of gemcabene in comparability with its competitors , such @DRUG$ 3-hydroxymethylglutaryl coenzyme A reductase inhibitor ( statins ) , the cholesterin absorption inhibitor @DRUG$ , and their combination .	The decisions were with by a model of the ) clinical profile of ( in comparison likely its competitors , such @DRUG$ 3-hydroxymethylglutaryl coenzyme A reductase inhibitors gemcabene statins driven , the cholesterol absorption inhibitor @DRUG$ , and their combination .	The decisions were driven by a model of the likely clinical profile of in comparison with its competitors , such @DRUG$ 3-hydroxymethylglutaryl coenzyme reductase inhibitors ( ) , the cholesterol absorption inhibitor @DRUG$ , and their combination .	The decisions were driven by a model of the likely clinical profile of gemcabene in comparison with its competitors, such as statins, the cholesterol absorption inhibitor, and their combination.	1
0	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, alanine aminotransferase, aspartate aminotransferase, blood urea nitrogen, @DRUG$, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc, and glucose metabolism parameters (insulin sensitivity, glucose effectiveness, and acute insulin response) from frequently sampled intravenous @DRUG$ tolerance test after indapamide or placebo therapy.	There were no changes in biochemical data including serum sodium , potassium , chloride , uric acid , alanine aminotransferase , aspartate aminotransferase , blood carbamide n , @DRUG$ , lipid profiles , fasting blood glucose , insulin , hb Alc , and glucose metabolic process parameters ( insulin sensibility , glucose effectiveness , and acute insulin answer ) from frequently try out intravenous @DRUG$ tolerance test after indapamide or placebo therapy .	There were no changes in biochemical data including serum sodium lipid potassium aspartate metabolism , uric acid , alanine aminotransferase hemoglobin glucose aminotransferase , blood urea nitrogen , @DRUG$ , , profiles , fasting blood , , insulin , , and , and glucose chloride parameters ( insulin sensitivity , glucose , effectiveness Alc acute insulin response ) from frequently sampled intravenous @DRUG$ tolerance test after indapamide or placebo therapy .	There were no changes in data including serum sodium , potassium , uric acid alanine aminotransferase , aspartate aminotransferase , blood urea nitrogen , @DRUG$ , lipid profiles , fasting blood glucose , insulin , hemoglobin Alc , and glucose metabolism parameters ( insulin sensitivity , effectiveness , and acute insulin response ) from frequently sampled intravenous @DRUG$ tolerance test after or placebo therapy .	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, alanine aminotransferase, aspartate aminotransferase, blood urea nitrogen, @DRUG$, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc	1
1	@DRUG$ combines the high therapeutic potency of oxicams with an improved gastrointestinal toxicity profile as compared to @DRUG$, for example.	@DRUG$ combines the in high spirits therapeutic potency of oxicams with an improve gastrointestinal toxicity profile as compared to @DRUG$ , for example .	@DRUG$ combines an high therapeutic potency of , with the improved gastrointestinal toxicity profile as compared to @DRUG$ oxicams for example .	@DRUG$ combines the high potency of oxicams with an improved gastrointestinal profile as compared @DRUG$ , for example .	@DRUG$ is more effective than @DRUG$, but also has a better gastrointestinal toxicity profile.	0
1	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, @DRUG$, nadolol, metoprolol, amitriptyline, gabapentin, candesartan, butterbur, riboflavin, coenzyme Q10, and magnesium citrate) and 6 received a weak recommendation (divalproex sodium, flunarizine, @DRUG$, venlafaxine, verapamil, and lisinopril).	free base on our review , 11 prophylactic drugs received a substantial recommendation for use ( topiramate , @DRUG$ , nadolol , lopressor , amitriptyline , gabapentin , candesartan , butterbur , vitamin b , coenzyme Q10 , and mg citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , @DRUG$ , venlafaxine , isoptin , and lisinopril ) .	Based verapamil our review , 11 prophylactic drugs received a strong recommendation for use ( topiramate , @DRUG$ , nadolol , on , amitriptyline , gabapentin , candesartan , venlafaxine , riboflavin , coenzyme Q10 , and metoprolol citrate ) and 6 received a weak recommendation lisinopril divalproex sodium , flunarizine , @DRUG$ , butterbur , magnesium , and ( ) .	Based on review , 11 prophylactic received a strong recommendation for topiramate , @DRUG$ , nadolol , metoprolol , amitriptyline , , candesartan , riboflavin , coenzyme Q10 , and magnesium citrate ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , @DRUG$ , venlafaxine , verapamil , and lisinopril )	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, @DRUG$, nadolol, metoprolol, amitriptyline, gabapentin, candesartan, butterbur, riboflavin,	1
0	The physiologically derived model explains and predicts the relationship between renal clearance and urine flow for a broad spectrum of compounds (i.e., butabarbital, chloramphenicol, creatinine, @DRUG$, @DRUG$, and urea) for which appropriate data are available.	The physiologically derived posture explains and predicts the relationship between nephritic clearance and water flow for a all encompassing spectrum of compounds ( i.e. , butabarbital , chloramphenicol , creatinine , @DRUG$ , @DRUG$ , and urea ) for which appropriate data are available .	The physiologically derived model explains and available the relationship renal between clearance and urine flow for a broad spectrum of compounds ( i.e. , butabarbital , chloramphenicol , creatinine , @DRUG$ , @DRUG$ , and urea ) for predicts appropriate data are which .	The derived model explains and predicts the relationship between renal and urine flow for a spectrum of compounds ( i.e. , butabarbital chloramphenicol , creatinine , @DRUG$ , @DRUG$ , and urea ) for which appropriate data are available .	The physiologically derived model explains and predicts the relationship between renal clearance and urine flow for a broad spectrum of compounds (e.g., butabarbital, chloramphenicol, creatinine, @DRUG$, @DRUG$, and urea) for which appropriate data are available.	0
0	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (@DRUG$), 4-arsanilic acid (p-ASA), 4-hydroxyphenylarsonic acid (4-OH), @DRUG$, Roxarsone and two inorganic arsenic species, arsenate As(v) and arsenite As(iii), could be detected by their typical m/z and collision induced dissociation (CID) behavior respectively.	Each white arsenic species in this examine , admit monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( @DRUG$ ) , quaternion - arsanilic acid ( p- ASA ) , 4- hydroxyphenylarsonic acid ( quaternion - oh ) , @DRUG$ , Roxarsone and deuce inorganic white arsenic species , arsenate As ( v ) and arsenite As ( iii ) , could be detected by their typical m/z and collision induced disassociation ( cid ) behavior respectively .	Each arsenic species in this study , including monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ) AsB ( , arsenocholine ( @DRUG$ ) , 4 - arsanilic acid ( , arsenate species , 4- hydroxyphenylarsonic acid ) 4 OH - ) , @DRUG$ , Roxarsone and two inorganic arsenic ) p- ASA As ( respectively ) and arsenite As ( iii ( , could be detected by their typical m/z and collision induced dissociation ( CID ) behavior v .	Each arsenic species in this study including monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( @DRUG$ ) , 4 - arsanilic acid p- ASA ) , 4- hydroxyphenylarsonic acid ( 4 OH , @DRUG$ , Roxarsone and two inorganic arsenic species , arsenate As ( ) and arsenite As ( iii ) , could be detected by their typical m/z collision induced dissociation CID ) behavior respectively .	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (@DRUG$), 4-arsanilic acid (p-ASA), 4-hydrox	1
1	Forty alcohol abusers (with a history of long-time @DRUG$ addiction and mean daily use over 360 grams of alcohol) were treated with tiapride or @DRUG$ when stopped their overdrinking.	twoscore alcohol abusers ( with a history of long- time @DRUG$ addiction and mean daily habituate over 360 gramme of alcohol ) were treated with tiapride or @DRUG$ when stopped their overdrinking .	Forty alcohol abusers use with of history a long- of @DRUG$ addiction and mean daily ( over 360 grams time alcohol ) were treated with tiapride or @DRUG$ when stopped their overdrinking .	alcohol abusers ( with a history of long- @DRUG$ addiction and daily use over 360 grams were treated with tiapride or @DRUG$ when stopped their overdrinking .	Forty alcohol abusers were treated with tiapride or @DRUG$ when stopped their overdrinking.	1
0	The present study evaluated the effect of benzonatate 200mg (B), @DRUG$ 600 mg (G), their combination (B+G), and placebo (@DRUG$) on capsaicin-induced cough in 30 adult nonsmokers with acute URI.	The present study evaluated the effect of benzonatate 200 magnesium ( bacillus ) , @DRUG$ 600 magnesium ( G ) , their combining ( B+ G ) , and placebo ( @DRUG$ ) on capsaicin-induced cough in 30 fully grown nonsmokers with acute URI .	The on study evaluated the effect of benzonatate 200 mg ( B ) , @DRUG$ 600 mg ( ( B+ , their combination G ) G ) , and placebo acute @DRUG$ ) present capsaicin-induced cough in 30 adult nonsmokers with ( URI .	The present study evaluated the effect of benzonatate 200 mg ( B , @DRUG$ mg ( G ) , their ( G ) , and placebo ( @DRUG$ ) capsaicin-induced cough in 30 adult nonsmokers with acute URI .	The present study evaluated the effect of benzonatate 200 mg ( B ) , @DRUG$ 600 mg ( G ) , their combination ( B+ G ) , and placebo ( @DRUG$ ) on capsaicin-induced cough in 30 adult nonsmokers with acute URI .	0
1	Phenanthrene opioids with an oxygen bridge between C4 and C5, such as @DRUG$ and naloxone (group I), did not block norepinephrine or serotonin uptake, whereas phenanthrene opioids without the oxygen bridge and the C6-OH moiety, such as @DRUG$ and levomethorphan (group II), did inhibit uptake, as did nonphenanthrene opioids, such as d-propoxyphene and methadone (group III).	Phenanthrene opioids with an atomic number  bridge between C4 and C5 , such as @DRUG$ and naloxone ( group I ) , did not block noradrenaline or serotonin consumption , whereas phenanthrene opioids without the atomic number  bridge and the C6 - buckeye state moiety , such as @DRUG$ and levomethorphan ( group ii ) , did inhibit consumption , as did nonphenanthrene opioids , such as d-propoxyphene and methadon ( group tierce ) .	Phenanthrene opioids with as oxygen bridge between C4 and C5 , ( as @DRUG$ and naloxone ( group I ) , did not block the such serotonin uptake , whereas phenanthrene opioids without the oxygen bridge and norepinephrine C6 - OH moiety uptake or as @DRUG$ and levomethorphan such group II ) , did inhibit , , an did nonphenanthrene opioids , such as d-propoxyphene and methadone ( group III ) .	Phenanthrene opioids with an oxygen bridge between C4 and C5 , such as @DRUG$ and ( group I ) , did not block norepinephrine or serotonin uptake whereas phenanthrene opioids without the oxygen bridge and the C6 - OH moiety , such as @DRUG$ and levomethorphan ( group II ) did inhibit uptake as did nonphenanthrene opioids , such as d-propoxyphene and methadone ( group III ) .	Group I phenanthrene opioids, such as @DRUG$ and naloxone, did not block norepinephrine or serotonin uptake, whereas group II phenanthrene opioids, such as @DRUG$ and levomethorphan, did inhibit uptake, as did nonphenanthrene opioids	0
0	3 (2000) 1301-1306; S.@DRUG$. Fleming, C. Zhu, P.O. Fernagut, A. Mehta, C.D. DiCarlo, R.@DRUG$. Seaman, M.F. Chesselet, Behavioral and immunohistochemical effects of chronic intravenous and subcutaneous infusions of varying doses of rotenone, Exp.	3 ( 2000 ) 1301-1306 ; S.@DRUG$ . Fleming , C. Zhu , po Fernagut , A. Mehta , C.D. DiCarlo , R.@DRUG$ . elizabeth cochrane seaman , M.F. Chesselet , Behavioral and immunohistochemical effects of chronic endovenous and subcutaneous infusions of varying united states department of state of rotenone , Exp .	, ( 2000 ) 1301-1306 ; S.@DRUG$ . Fleming , C. Zhu , P.O. Fernagut , varying Mehta , C.D. DiCarlo , R.@DRUG$ . Seaman , M.F. Chesselet effects Exp and immunohistochemical 3 of chronic intravenous and subcutaneous infusions of A. doses of rotenone , Behavioral .	( 2000 ) 1301-1306 ; S.@DRUG$ . Fleming , C. Zhu , P.O. Fernagut , Mehta , C.D. DiCarlo , R.@DRUG$ . Seaman , M.F. , Behavioral and immunohistochemical effects of intravenous and subcutaneous infusions of varying of rotenone , Exp .	S.@DRUG$ . Fleming , C. Zhu , P.O. Fernagut , A. Mehta , C.D. DiCarlo , R.@DRUG$ . Seaman , M.F. Chesselet , Behavioral and immunohistochemical effects of chronic	0
0	Since the therapeutic dose of salmeterol is very low, it is unlikely that any clinically relevant interactions will be observed @DRUG$ a consequence of the coadministration of salmeterol and other drugs, such as @DRUG$, that are metabolised by CYP3A.	Since the remedy acid of salmeterol is very low , it is unconvincing that any clinically relevant interactions will be observed @DRUG$ a consequence of the coadministration of salmeterol and other do drugs , such as @DRUG$ , that are metabolised by CYP3A .	of the therapeutic dose Since salmeterol is very low that it is will salmeterol any clinically relevant interactions unlikely be observed @DRUG$ a consequence of the coadministration of , and other drugs , such as @DRUG$ , that are metabolised by CYP3A .	Since the therapeutic dose of salmeterol very low , it is unlikely that any clinically relevant interactions will be observed @DRUG$ a consequence of the coadministration of salmeterol and other drugs such as @DRUG$ that are metabolised by CYP3A .	Since the therapeutic dose of salmeterol is very low, it is unlikely that any clinically relevant interactions will be observed as a consequence of the coadministration of salmeterol and other drugs that are metabolised by CYP3A.	1
0	The in vitro receptor binding and monoamine uptake inhibition profiles, comprising 29 receptors and four monoamine uptake systems, revealed that @DRUG$ and @DRUG$ bound primarily, and with the highest affinity thus far reported, to serotonin 5HT2 receptors (Ki values of 0.14 and 0.12 nM, respectively).	The in vitro sensory receptor constipate and monoamine uptake inhibition profiles , comprising 29 receptors and four monoamine uptake systems , revealed that @DRUG$ and @DRUG$ bound primarily , and with the highest affinity thus alir account , to  hydroxytryptamine 5HT2 receptors ( Ki values of 0.14 and 0.12 nM , respectively ) .	revealed Ki vitro receptor binding and monoamine uptake systems , , comprising 29 receptors and four monoamine uptake inhibition , The that @DRUG$ profiles @DRUG$ bound primarily , and with the highest affinity thus far reported , to serotonin 5HT2 receptors ( in values of 0.14 and 0.12 nM and respectively ) .	The in vitro receptor binding and monoamine uptake inhibition profiles , comprising 29 receptors and four monoamine uptake systems , revealed that @DRUG$ and @DRUG$ bound primarily , and with the highest affinity far reported , to serotonin 5HT2 receptors ( Ki values of 0.14 and 0.12 nM , respectively ) .	@DRUG$ and @DRUG$ bind primarily, and with the highest affinity thus far reported, to serotonin 5HT2 receptors.	0
0	RESULTS: Testosterone levels in @DRUG$-T, L-DHEA and L-T/@DRUG$-S groups were respectively 3.19 +/- 0.23 ng/ml, 4.89 +/- 0.45 ng/ml and 3.25 +/- 0.34 g/ml (p < 0.002).	RESULTS : Testosterone degree in @DRUG$-T , L-DHEA and L-T/ @DRUG$ -S groups were respectively 3.19 +/- 0.23 nanogram /ml , 4.89 +/- 0.45 nanogram / millilitre and 3.25 +/- 0.34 g/ml ( p < 0.002 ) .	4.89 : Testosterone levels in @DRUG$-T , L-DHEA and 0.45 @DRUG$ and groups were respectively 3.19 +/- 0.23 ng /ml , RESULTS +/- L-T/ ng / ml -S 3.25 +/- 0.34 g/ml ( p < 0.002 ) .	RESULTS : Testosterone levels in @DRUG$-T , L-DHEA L-T/ @DRUG$ -S groups were respectively 3.19 +/- 0.23 ng /ml , 4.89 +/- 0.45 / ml and 3.25 +/- 0.34 g/ml ( p < ) .	The testosterone levels in the @DRUG$-T group were significantly higher than those in the @DRUG$ -S group.	0
1	Surprisingly, the second generation non-ergot @DRUG$ receptors agonists pramipexole and ropinirole only weakly inhibited binding to D2 receptors (@DRUG$=79.5 and 98.7 microM, respectively using [3H]spiperone).	amazingly , the second generation non-ergot @DRUG$ receptors agonists pramipexole and ropinirole only weakly inhibited binding to D2 receptors ( @DRUG$ =79.5 and 98.7 microM , severally utilise [ 3H ] spiperone ) .	second , the Surprisingly generation non-ergot @DRUG$ receptors agonists weakly and 3H only pramipexole inhibited binding to D2 receptors ( @DRUG$ =79.5 and 98.7 microM , respectively using [ ropinirole ] spiperone ) .	Surprisingly , the second generation @DRUG$ receptors agonists pramipexole and ropinirole only weakly inhibited binding to D2 receptors ( @DRUG$ =79.5 and 98.7 microM , respectively using [ 3H ] spiperone ) .	Surprisingly, the second generation non-ergot @DRUG$ receptors agonists pramipexole and ropinirole only weakly inhibited binding to D2 receptors (@DRUG$ =79.5 and 98.7 microM, respectively using [3H] spiperone).	0
0	INTRODUCTION: Fexofenadine is administered @DRUG$ a racemic mixture of (@DRUG$)- and (S)-enantiomers.	INTRODUCTION : Fexofenadine is administered @DRUG$ a racemic mixture of ( @DRUG$ ) - and ( southward ) - enantiomer .	INTRODUCTION racemic Fexofenadine is administered @DRUG$ a : mixture of ( @DRUG$ - ) and ( S ) - enantiomers .	INTRODUCTION : Fexofenadine is administered @DRUG$ racemic mixture ( @DRUG$ ) and ( ) - enantiomers .	@DRUG$ is a racemic mixture of (@DRUG$) - and (S) - enantiomers.	0
0	Studies in patients undergoing hip surgery have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin, warfarin, dextran 70 and @DRUG$-@DRUG$, while additional data suggest no difference between danaparoid, enoxaparin and dalteparin.	Studies in patients undergoing coxa surgery have shew that danaparoid significantly reduces the incidence of postoperative DVT compare with aspirin , warfarin , dextran lxx and @DRUG$ - @DRUG$ , while additional data suggest no difference between danaparoid , enoxaparin and dalteparin .	Studies in patients undergoing hip surgery have shown that danaparoid significantly reduces the with of postoperative DVT compared incidence aspirin - warfarin , dextran 70 and @DRUG$ , @DRUG$ , while additional between enoxaparin no difference data danaparoid , suggest and dalteparin .	in patients undergoing hip surgery shown that danaparoid significantly reduces the of DVT compared with aspirin , warfarin , dextran and @DRUG$ - @DRUG$ , while data suggest no difference between danaparoid , enoxaparin and dalteparin .	Studies have shown that danaparoid is more effective than aspirin, warfarin, dextran 70, and @DRUG$-@DRUG$ at preventing DVT, while there is no difference between danaparoid, enoxaparin, and dalteparin.	0
0	Shoulder clod weights were greatest (@DRUG$ < 0.001) with 17-d WT from ZH, whereas chuck roll weights were greatest (P = 0.02) at 17 and 24 @DRUG$ of WT.	articulatio humeri clod weights were greatest ( @DRUG$ < 0.001 ) with seventeen -d WT from ZH , whereas be sick roll weights were greatest ( P = 0.02 ) at seventeen and 24 @DRUG$ of WT .	Shoulder clod weights were greatest ( @DRUG$ < 24 ) with 17 -d WT from ZH , 17 chuck roll weights were greatest ( P = 0.02 ) at whereas and 0.001 @DRUG$ of WT .	clod weights were greatest ( @DRUG$ < 0.001 ) with 17 -d WT from ZH whereas chuck roll weights greatest ( P = 0.02 ) at 17 and 24 @DRUG$ of WT	Shoulder clod weights were greater ( @DRUG$ < 0.001 ) with 17 -d WT from ZH , whereas chuck roll weights were greater ( P = 0.02 ) at 17 and 24 @DRUG$ of WT ."In other words, the shoulder clod weights were	0
0	@DRUG$ is excreted into breast @DRUG$ and considered compatible with lactation.	@DRUG$ is excreted into breast @DRUG$ and see compatible with lactation .	@DRUG$ is excreted into breast @DRUG$ and compatible considered with lactation .	@DRUG$ is excreted into @DRUG$ and considered compatible with lactation	@DRUG$ is excreted into breast milk and considered compatible with lactation.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, @DRUG$, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (@DRUG$, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	ampere critical review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble constituent solvents ( polyethylene glycol  , polyethylene glycol four hundred , ethanol , propene glycol , glycerin , N-methyl - ii - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate  , @DRUG$ , Solutol enthalpy  , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of PEG  , four hundred , or 1750 ) , water - insoluble lipids ( @DRUG$ , corn oil colour , cottonseed oil colour , olea europaea oil colour , groundnut oil colour , mentha piperita oil colour , safflower oil colour , benne oil colour , soybean oil colour , hydrogenate vegetable oils , hydrogenate soybean oil colour , and medium- chain of mountains triglycerides of coconut oil colour and palm seed oil colour ) , constituent liquid state / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain of mountains mono- and diglycerides ) , diverse cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenate soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	60 review of ) chain oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents beta-cyclodextrin polyethylene glycol 300 , polyethylene glycol 400 oil ethanol , propylene glycol , glycerin , N-methyl - 2 - triglycerides , dimethylacetamide , and Labrafil ) , non-ionic surfactants ( soybean EL , Cremophor RH 40 , Cremophor RH A distearoylphosphatidylglycerol d-alpha-tocopherol , glycol 1000 various , polysorbate 20 , @DRUG$ , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , dimethylsulfoxide M-1944CS polyethylene Labrafil M-2125CS , Labrasol , hydrogenated 44/14 , Softigen 767 , d-alpha-tocopherol mono- , di-fatty acid , of PEG 300 , 400 , or 1750 commercially , water - insoluble lipids ( @DRUG$ , corn oil , cottonseed oil , olive oil , peanut , , peppermint oil , safflower oil , sesame oil hydrogenated soybean oil , Gellucire vegetable oils and hydrogenated organic oil , and medium- chain pyrrolidone and coconut oil , palm seed oil succinate , Cremophor liquids phospholipids semi-solids ( beeswax , and , oleic acid , medium- available mono- and diglycerides ) , ) cyclodextrins ( alpha-cyclodextrin , ( , hydroxypropyl- beta-cyclodextrin , of sulfobutylether - beta-cyclodextrin ) , and / ( , soy phosphatidylcholine esters , and L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution reveals that the solubilizing excipients include - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , @DRUG$ Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty esters of 300 , 400 , 1750 ) , water - insoluble lipids ( @DRUG$ corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean , medium- triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , , oleic acid , medium- chain and diglycerides , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether beta-cyclodextrin ) , and phospholipids hydrogenated soy phosphatidylcholine , , , L-alpha-dimyristoylphosphatidylglycerol .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	In 1999 and 2001, two new intravenous @DRUG$ preparations (ferric gluconate and @DRUG$) were introduced into the market as safer alternatives to iron dextran.	In 1999 and 2001 , two unexampled intravenous @DRUG$ preparations ( ferric gluconate and @DRUG$ ) were introduced into the market as safer alternatives to fe dextran .	two ) and 2001 , In new intravenous @DRUG$ preparations ( ferric gluconate and @DRUG$ 1999 were introduced into the market as safer alternatives to iron dextran .	In and 2001 , two new intravenous @DRUG$ preparations ( ferric gluconate and @DRUG$ ) were introduced into the market as alternatives to iron dextran .	Ferric gluconate and @DRUG$ are two new intravenous preparations that were introduced into the market in 1999 and 2001 as safer alternatives to iron dextran.	1
0	A total of 70 Plasmodium falciparum isolates were tested in vitro against @DRUG$ (PYR), trimethoprim (TRM), sulfadoxine (SDX), and sulfamethoxazole (@DRUG$), and their dihydrofolate reductase (dhfr) and dihydropteroate synthase (dhps) genotypes were determined.	A total of  plasmodium falciparum sequester were tested in vitro against @DRUG$ ( PYR ) , trimethoprim ( TRM ) , sulfadoxine ( SDX ) , and sulfamethoxazole ( @DRUG$ ) , and their dihydrofolate reductase ( dhfr ) and dihydropteroate synthase ( dhps ) genetic constitution were make up ones mind .	their total of trimethoprim ( falciparum isolates were tested ( vitro against @DRUG$ ( PYR ) , ( 70 TRM ) , sulfadoxine ( SDX ) , and sulfamethoxazole ( @DRUG$ ) , and A dihydrofolate reductase in dhfr ) and dihydropteroate synthase Plasmodium dhps ) genotypes were determined .	A total of 70 Plasmodium falciparum isolates were tested in vitro against @DRUG$ ( PYR ) , trimethoprim ( TRM ) sulfadoxine ( SDX ) , and sulfamethoxazole ( @DRUG$ ) and their dihydrofolate reductase ( dhfr ) and dihydropteroate synthase ( dhps ) determined .	The 70 Plasmodium falciparum isolates were tested in vitro against @DRUG$ ( PYR ) , trimethoprim ( TRM ) , sulfadoxine ( SDX ) , and sulfamethoxazole ( @DRUG$ ) , and their di	0
1	When @DRUG$ was boosted with low-dose ritonavir its efficacy was comparable to that of @DRUG$/ritonavir in non-naive patients (AI424-045 study).	When @DRUG$ was boosted with low-dose ritonavir its efficaciousness was comparable to that of @DRUG$ / ritonavir in non-naive affected role ( AI424- 045 study ) .	When @DRUG$ efficacy boosted with low-dose ritonavir its was was comparable to that of @DRUG$ / ritonavir study non-naive patients ( AI424- 045 in ) .	When @DRUG$ was boosted with low-dose ritonavir efficacy comparable to that of @DRUG$ / ritonavir in non-naive patients ( AI424- study ) .	When @DRUG$ is boosted with low-dose ritonavir, its efficacy is comparable to that of @DRUG$ / ritonavir in non-naive patients.	0
0	In addition, we uncovered an association between levels of CD38 expression and different MoA: (i) @DRUG$ was unable to induce direct apoptosis on MM cells with CD38 levels closer to those in patients with MM, (ii) isatuximab sensitized CD38hi MM cells to bortezomib plus dexamethasone in the presence of stroma, (iii) antibody-dependent cellular cytotoxicity (ADCC) was triggered by CD38lo and CD38hi tumor plasma cells (@DRUG$), (iv) antibody-dependent cellular phagocytosis (ADCP) was triggered only by CD38hi MM cells, whereas (v) complement-dependent cytotoxicity could be triggered in less than half of the patient samples (those with elevated levels of CD38).	indiana addition , we uncovered an association between levels of CD38 expression and unlike moa : ( i ) @DRUG$ was unable to induce address programmed cell death on millimetre cells with CD38 levels closer to those in patients with millimetre , ( deuce ) isatuximab sensitized CD38hi millimetre cells to bortezomib plus hexadrol in the presence of stroma , ( iii ) antibody - pendant cellular cytotoxicity ( ADCC ) was triggered by CD38lo and CD38hi neoplasm plasma cells ( @DRUG$ ) , ( quaternity ) antibody - pendant cellular phagocytosis ( ADCP ) was triggered only by CD38hi millimetre cells , whereas ( v ) complement - pendant cytotoxicity could be triggered in less than half of the patient role samples ( those with elevated levels of CD38 ) .	was addition , we uncovered an sensitized cells was of CD38 expression and tumor MoA : ( i ) @DRUG$ In unable to induce direct apoptosis on MM cells with CD38 levels closer to those in patients with MM cells ( ii ) isatuximab association CD38hi MM between to ) plus dexamethasone in ) presence of stroma , ( iii ) antibody - dependent cellular cytotoxicity ( , ) levels triggered by different and CD38hi CD38lo plasma cells ( @DRUG$ ) , ( iv bortezomib antibody - dependent cellular phagocytosis ( ADCP the was triggered only by CD38hi MM ADCC , whereas ( v - complement ) dependent cytotoxicity of be triggered in less than half could the patient samples ( those with elevated levels of CD38 ) .	In addition , we uncovered an association between of expression and different MoA : ( i ) @DRUG$ was unable to induce direct on MM cells with CD38 levels closer to those with , ( ii ) isatuximab sensitized CD38hi MM cells to bortezomib plus dexamethasone in the presence stroma ( iii ) antibody - dependent cellular cytotoxicity ( ADCC ) was triggered CD38lo and CD38hi tumor cells ( @DRUG$ ) ( iv antibody - cellular phagocytosis ( ADCP ) was triggered only by CD38hi MM cells , whereas ( v ) complement - dependent cytotoxicity could be triggered in less than half of the patient samples ( those with elevated levels of CD38 )	@DRUG$ is unable to induce direct apoptosis on MM cells with CD38 levels closer to those in patients with MM. However, isatuximab sensitizes CD38hi MM cells to bortezomib plus dexamethasone in the presence of stroma. Additionally	1
0	Moxonidine and rilmenidine modestly reduce elevated blood @DRUG$ levels and @DRUG$ has been reported to reduce insulin resistance in hypertensive patients with raised insulin resistance.	Moxonidine and rilmenidine modestly reduce lofty rake @DRUG$ levels and @DRUG$ has been reported to reduce insulin resistance in hypertensive patients with raised insulin resistance .	Moxonidine and rilmenidine modestly reduce elevated blood @DRUG$ levels and @DRUG$ has been reported to reduce insulin resistance in hypertensive resistance with insulin raised patients .	Moxonidine and rilmenidine modestly reduce elevated blood @DRUG$ levels and @DRUG$ been reported to reduce insulin resistance in hypertensive with raised insulin resistance .	Moxonidine and rilmenidine can help to lower blood levels of @DRUG$, and @DRUG$ has been shown to help reduce insulin resistance in people with high levels of insulin resistance.	0
0	Several controlled clinical trials documented that mupirocin was significantly better than the @DRUG$ vehicle alone or ampicillin and as effective as @DRUG$, dicloxacillin, or erythromycin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	several controlled clinical trials documented that mupirocin was significantly better than the @DRUG$ vehicle alone or ampicillin and as effective as @DRUG$ , dicloxacillin , or erythromycin in producing clinical and bacteriological cures in affected role with impetigo and twine infections make by gram-positive pathogens .	Several controlled cures trials documented that mupirocin , significantly better than the @DRUG$ vehicle alone or ampicillin impetigo as effective as @DRUG$ , dicloxacillin was or erythromycin in producing clinical and bacteriological clinical patients in with and and wound infections caused by gram-positive pathogens .	controlled clinical trials documented that was better than the @DRUG$ vehicle alone or and as effective as @DRUG$ , dicloxacillin , or erythromycin in producing clinical and bacteriological cures in patients with impetigo and wound caused by gram-positive pathogens .	Mupirocin is significantly better than the vehicle alone or ampicillin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	1
1	With regard to the pharmacokinetics of @DRUG$, and for safety reasons, doses exceeding 5 @DRUG$/day are not recommended for patients with moderate hepatic impairment (Child-Pugh score 7-9), patients with severe renal impairment (creatinine clearance <30 mL/min) and subjects undergoing concomitant therapy with CYP3A4 inhibitors.	With regard to the pharmacokinetics of @DRUG$ , and for safety reasons , doses exceeding 5 @DRUG$ / day are not recommended for patients with moderate liverwort impairment ( Child - Pugh score 7 - 9 ) , patients with severe nephritic impairment ( creatinine headway < xxx milliliter / min ) and subjects undergoing concomitant therapy with CYP3A4 inhibitor .	With regard to the pharmacokinetics of @DRUG$ , and for safety mL - doses exceeding 5 @DRUG$ not day are inhibitors recommended for patients with moderate hepatic impairment ( Child - Pugh score 7 , 9 ) severe patients concomitant , renal impairment ( creatinine clearance < 30 reasons / min ) and subjects undergoing with therapy with CYP3A4 / .	With regard to the pharmacokinetics of @DRUG$ , and for safety reasons , doses exceeding 5 @DRUG$ / day are not recommended for patients with moderate hepatic impairment ( Child - Pugh score 7 - 9 ) , patients with severe renal impairment ( creatinine clearance < 30 mL / min ) and subjects undergoing concomitant therapy with CYP3A4 inhibitors .	For safety reasons, doses exceeding 5 @DRUG$/day are not recommended for patients with moderate hepatic impairment, patients with severe renal impairment, and subjects undergoing concomitant therapy with CYP3A4 inhibitors.	1
1	At 1.5 MAC, @DRUG$ inhibits Ca2+ channels more than Na+/Ca2+ exchange, whereas @DRUG$ inhibits Na+/Ca2+ exchange more than Ca2+ channels.	astatine 1.5 MAC , @DRUG$ inhibits Ca2 + channels more than Na+ / Ca2 + commutation , whereas @DRUG$ inhibits sodium + / Ca2 + commutation more than Ca2 + channels .	than 1.5 MAC , @DRUG$ inhibits Ca2 + channels more At Na+ / Ca2 + exchange , whereas @DRUG$ inhibits Na + + / Ca2 exchange more than Ca2 + channels .	At 1.5 MAC , @DRUG$ inhibits Ca2 + channels more than Na+ Ca2 + exchange , whereas @DRUG$ inhibits Na + / + exchange more than Ca2 + channels	At 1.5 MAC, @DRUG$ inhibits Ca2+ channels more than Na+/Ca2+ exchange, whereas @DRUG$ inhibits Na+/Ca2+ exchange more than Ca2+ channels.	0
0	Intravenous OPC-28326 had no effect on this action, even at a very high dose of 10 mg kg(-1) i.v., while yohimbine (0.1 - 0.3 mg kg(-1) i.v.) inhibited mydriasis in a dose-dependent manner, indicating that @DRUG$ was at least 100 times less potent than @DRUG$ in regard to the anti-mydriatic effect.	endovenous OPC -28326 had no effect on this action , even out at a very high dose of x mg kg ( - 1 ) i.v. , while yohimbine ( 0.1 - 0.3 mg kg ( - 1 ) i.v. ) conquer mydriasis in a dose-dependent manner , indicating that @DRUG$ was at to the lowest degree 100 times lupus erythematosus potent than @DRUG$ in regard to the anti-mydriatic effect .	Intravenous OPC -28326 this mg effect on had action , even high a very at dose of 10 at kg ( - 1 ) in , while yohimbine ( 0.1 - 0.3 mg kg ( - 1 ) i.v. ) inhibited mydriasis in a dose-dependent manner , indicating that @DRUG$ was no least 100 times less potent than @DRUG$ the regard to i.v. anti-mydriatic effect .	-28326 no on this action , even at a very high dose of 10 mg kg ( - 1 ) i.v. while yohimbine 0.1 - 0.3 mg kg ( - 1 ) i.v. ) inhibited mydriasis in a , indicating that @DRUG$ at least 100 times less potent than @DRUG$ in regard to the anti-mydriatic effect .	Intravenous OPC -28326 had no effect on this action , even at a very high dose of 10 mg kg ( - 1 ) i.v. , while yohimbine ( 0.1 - 0.3 mg kg ( - 1 ) i.v. ) inhibited	1
1	"We performed a complete review of the literature using the search terms, ""@DRUG$,"" ""carbamazepine,"" and ""@DRUG$"" in conjunction with ""pharmacokinetics,"" ""adverse effects,"" ""pharmacology,"" ""voltage-gated sodium channel subtype,"" ""neuropathic pain,"" ""inflammatory pain,"" ""metabolism,"" ""epoxide metabolite formation,"" ""drug interactions,"" ""CYP450 interactions,"" ""pain phenotype,"" and ""chronic pain management."""	" We do a complete brushup of the literature practice the look for terms , " " @DRUG$ , " " " " carbamazepine , " " and " " @DRUG$ " " in conjunction with " " pharmacokinetics , " " " " contrary effects , " " " " pharmacology , " " " " electric potential - gate atomic number  conduct subtype , " " " " neuropathic pain , " " " " instigative pain , " " " " metabolism , " " " " epoxide metabolite shaping , " " " " drug fundamental interaction , " " " " CYP450 fundamental interaction , " " " " pain phenotype , " " and " " chronic pain management . " " "	" We performed " complete review of the literature using the search terms sodium pain " @DRUG$ , " " " " carbamazepine , " " and " " @DRUG$ " " " conjunction with " " interactions , " " " " adverse effects , " " " " pharmacology , phenotype " " " pain - gated , channel a , " " " " neuropathic pain , " " " " inflammatory voltage , " " " " metabolism , " " , " epoxide metabolite formation , " " " CYP450 drug pharmacokinetics " " " " " " interactions , " in " " pain " , " " and " " chronic subtype management . " " "	" We a complete review of the literature using the search terms , " " @DRUG$ , " " " carbamazepine , " " and " " @DRUG$ " " in conjunction with " " pharmacokinetics , " " " " effects , " " " " pharmacology , " " " " voltage - gated sodium channel subtype , " " " pain , " " " " inflammatory pain , " " " " , " " " " epoxide metabolite formation , " " " " drug interactions , " " " " CYP450 interactions , " " " pain phenotype , " " and " " chronic pain management . " "	We performed a complete review of the literature using the search terms "@DRUG$," "carbamazepine," and "@DRUG$" in conjunction with "pharmacokinetics," "adverse effects," "pharmacology," "voltage-gated sodium channel subtype," 	0
0	RESULTS: The 28-day cure rates were similarly high in the @DRUG$ and the standard-dose @DRUG$ cohorts: 92.0% (95% confidence interval [CI], 74.0%-99.0%), 88.9% (95% CI, 70.8%-97.6%), and 92.0% (95% CI, 74.0%-99.0%), for cohorts 1, 2, and 4, respectively.	RESULTS : The 28 - daylight cure rates were likewise gamy in the @DRUG$ and the standard - dot @DRUG$ cohorts : 92.0 % ( 95 % authority time interval [ CI ] , 74.0%-99.0 % ) , 88.9 % ( 95 % CI , 70.8%-97.6 % ) , and 92.0 % ( 95 % CI , 74.0 % -99.0 % ) , for cohorts 1 , deuce , and 4 , respectively .	day : The 28 - RESULTS cure 1 were similarly high in the @DRUG$ and the standard - cohorts @DRUG$ cohorts : confidence % ( 95 % 92.0 % [ rates ] , 74.0%-99.0 % ) , 88.9 % ( 95 interval CI , 70.8%-97.6 % ) , and 92.0 % ( 95 % CI -99.0 74.0 % , % ) , for dose CI , 2 , and 4 , respectively .	RESULTS : The 28 - day rates were similarly in the @DRUG$ and the standard - dose @DRUG$ cohorts : 92.0 % ( 95 % confidence interval [ CI , 74.0%-99.0 % ) , 88.9 % 95 % CI , 70.8%-97.6 ) , and 92.0 % ( 95 % CI 74.0 % -99.0 % ) , for cohorts 1 , 2 , and 4 , respectively .	The cure rates were similarly high in the @DRUG$ and the standard-dose @DRUG$ cohorts.	0
0	In the studies of anti-arthritic activity, which require long-term treatment, droxicam was @DRUG$ effective as @DRUG$, both on primary and on secondary lesions.	In the studies of anti-arthritic activity , which require long-term treatment , droxicam was @DRUG$ effective as @DRUG$ , both on primary and on subaltern wound .	In the which of anti-arthritic treatment , studies require long-term activity , droxicam was @DRUG$ effective as @DRUG$ , both on primary and on secondary lesions .	In the studies of anti-arthritic activity , which require long-term , was @DRUG$ effective @DRUG$ , both on primary and secondary lesions .	Droxicam was effective as both a primary and a secondary treatment for arthritic lesions.	1
0	Tianeptine (10 mg/kg, i.p.) significantly attenuated wet dog shakes (WDS) induced by 5-HTP (75 mg/kg, i.@DRUG$.; 30 min after @DRUG$ 25 mg/kg, i.p.).	Tianeptine ( 10 mg / kg , i.p. ) importantly rarefy wet dog stimulate ( WDS ) cause by 5 - HTP ( 75 mg / kg , i.@DRUG$ . ; 30 min after @DRUG$ 25 mg / kg , i.p. ) .	Tianeptine ( wet mg WDS . , i.p. ) significantly attenuated 10 dog shakes ( / ) induced by 5 - HTP kg 75 mg / kg , i.@DRUG$ ( ; 30 min after @DRUG$ 25 mg / kg , i.p. ) .	Tianeptine ( 10 mg / kg , i.p. ) significantly wet dog ( WDS induced by 5 - HTP ( 75 mg / kg i.@DRUG$ . 30 min after @DRUG$ 25 mg / kg , i.p. ) .	Tianeptine ( 10 mg / kg , i.p. ) significantly attenuated wet dog shakes ( WDS ) induced by 5 - HTP ( 75 mg / kg , i.@DRUG$ . ; 30 min after @DRUG$ 25 mg / kg , i.p. )	0
0	Ketorolac tromethamine appears to be @DRUG$ effective as morphine or @DRUG$ for short-term management of moderate to severe postoperative pain.	ketorolac tromethamine appears to be @DRUG$ effective as morphine or @DRUG$ for short - term direction of moderate to severe postoperative pain .	Ketorolac tromethamine appears to be @DRUG$ effective moderate morphine or @DRUG$ for short - management term of as to severe postoperative pain .	Ketorolac tromethamine to be @DRUG$ effective as morphine or @DRUG$ for short - term management of moderate to severe postoperative pain .	Ketorolac tromethamine is effective as morphine or other strong painkillers for short-term management of moderate to severe postoperative pain.	1
0	Testosterone, @DRUG$, bupropion-@DRUG$, PDE-5 inhibitors, prostaglandins, tibolone and combination therapies, and the theoretical basis of potential drug targets are discussed.	Testosterone , @DRUG$ , bupropion - @DRUG$ , PDE - 5 inhibitors , prostaglandins , tibolone and combining therapies , and the theoretical cornerstone of potential do drugs targets are discussed .	Testosterone , @DRUG$ , bupropion , @DRUG$ combination PDE - 5 inhibitors , prostaglandins , tibolone and - therapies , and the are basis of potential drug targets theoretical discussed .	Testosterone , @DRUG$ , bupropion - @DRUG$ , PDE - 5 inhibitors , prostaglandins , tibolone and combination therapies , and the theoretical basis of potential drug targets are discussed .	Testosterone is a drug that is used to treat a variety of conditions. Bupropion is a drug that is used to treat depression. PDE-5 inhibitors are drugs that are used to treat erectile dysfunction. Prostaglandins are chemicals that are involved in a variety of biological	1
0	The recommended minimum dosage for @DRUG$ tablets in cats is 1 mg/kg once daily (range 1-2.4 @DRUG$/kg).	The recommended lower limit dosage for @DRUG$ tablets in cats is one mg / kg once daily ( range 1-2.4 @DRUG$ / kg ) .	The recommended minimum dosage for @DRUG$ tablets in daily is cats mg / kg once 1 ( range 1-2.4 @DRUG$ / kg ) .	The recommended minimum dosage for @DRUG$ tablets in cats is 1 mg / kg once ( range 1-2.4 @DRUG$ / kg ) .	For every 1 mg / kg of @DRUG$ that is given to a cat, 1-2.4 mg / kg of @DRUG$ should also be given.	0
0	METHODS: A randomized, placebo-controlled trial compared gastroscopic findings of dogs receiving placebo (q8h), @DRUG$ (25 mg/kg PO q8h), or deracoxib (1.5 @DRUG$/kg QD, placebo ql2h) for 28 days.	METHODS : adenine randomized , placebo-controlled trial compared gastroscopic findings of frank receiving placebo ( q8h ) , @DRUG$ ( 25 atomic number  / kg PO q8h ) , or deracoxib ( 1.5 @DRUG$ / kg QD , placebo ql2h ) for  days .	METHODS : PO randomized , placebo-controlled trial compared ( findings dogs of receiving placebo ( q8h ) , @DRUG$ gastroscopic 25 mg / kg A q8h ) , or deracoxib ( 1.5 @DRUG$ / kg QD , placebo ql2h ) for 28 days .	: A , trial compared gastroscopic findings of receiving placebo ( @DRUG$ ( 25 mg / kg PO q8h ) , or deracoxib ( 1.5 @DRUG$ / kg , placebo ql2h ) for 28 days .	A randomized, placebo-controlled trial compared gastroscopic findings of dogs receiving placebo (q8h), @DRUG$ (25 mg/kg PO q8h), or deracoxib (1.5 @DRUG$/kg QD, placebo ql2h) for 28 days	0
0	More than half of the products contain @DRUG$ and/or @DRUG$ for its moisturizer property.	More than half of the production contain @DRUG$ and / or @DRUG$ for its moisturizer property .	of than half More the products contain @DRUG$ and / or @DRUG$ for its moisturizer property .	More than half the products contain @DRUG$ and / or @DRUG$ for its property .	More than half of the products containing @DRUG$ also contain @DRUG$ for its moisturizing property.	0
0	@DRUG$ also displayed broadly similar efficacy to amphotericin B deoxycholate in oesophageal or oropharyngeal candidiasis and was effective @DRUG$ salvage therapy in patients with invasive aspergillosis who were refractory to or intolerant of standard therapy.	@DRUG$ also displayed broadly speaking like efficacy to amphotericin B deoxycholate in oesophageal or oropharyngeal candidiasis and was effective @DRUG$ salvage therapy in patients with invasive brooder pneumonia who were refractory to or intolerant of standard therapy .	@DRUG$ also displayed broadly similar efficacy to amphotericin B deoxycholate in oesophageal or to therapy and was effective @DRUG$ refractory therapy in patients with invasive aspergillosis who were salvage oropharyngeal or intolerant of standard candidiasis .	@DRUG$ also displayed broadly similar efficacy to amphotericin B deoxycholate in oesophageal or oropharyngeal candidiasis and was effective @DRUG$ salvage therapy in patients with invasive who were refractory to or intolerant of standard therapy .	@DRUG$ is just as effective as amphotericin B deoxycholate in treating oesophageal or oropharyngeal candidiasis, and it can also be used as a last resort treatment for invasive aspergillosis.	1
0	The increased activity of midecamycin (MIC90 < or = 0.06 mg/@DRUG$), as compared to @DRUG$ (MIC90 = 0.5 mg/L) and to other 14- or 15-membered macrolides, was related to the absence of the ermB determinant in seven isolates which displayed an efflux phenotype (five isolates) or an inducible resistance phenotype due to an ermTR determinant (two isolates).	The increased activity of midecamycin ( MIC90 < or = 0.06 mg / @DRUG$ ) , as compared to @DRUG$ ( MIC90 = 0.5 mg /L ) and to other 14 - or fifteen - membered macrolides , was concern to the absence of the ermB determinative in seven isolates which displayed an efflux phenotype ( fivesome isolates ) or an inducible electrical resistance phenotype ascribable to an ermTR determinative ( ii isolates ) .	The increased activity of midecamycin ( MIC90 15 or = to mg / @DRUG$ ) absence as compared to @DRUG$ ( MIC90 = 0.5 mg /L ) and to resistance 14 - - due or membered macrolides , was related to the , of the ermB determinant in seven or which displayed an efflux phenotype ( five isolates ) isolates an inducible other phenotype < 0.06 an ermTR determinant ( two isolates ) .	The increased activity of midecamycin ( MIC90 < or = 0.06 mg / @DRUG$ ) as compared to @DRUG$ ( MIC90 = mg /L ) and to other 14 - or 15 - membered macrolides , was related to the absence of the ermB determinant in isolates which displayed an efflux phenotype five isolates ) or an resistance phenotype due to ermTR determinant ( isolates .	The increased activity of midecamycin ( MIC90 < or = 0.06 mg / @DRUG$ ) , as compared to @DRUG$ ( MIC90 = 0.5 mg /L ) and to other 14 - or 15 - membered macrolides , was related to the	0
0	To determine the distribution of paclitaxel in vivo, nude mice received 50 mg/kg of valspodar, elacridar or tariquidar @DRUG$.o. (control: vehicle) 4 h before i.v. injection of 8 mg/kg of @DRUG$.	To determine the statistical distribution of paclitaxel in vivo , nude mice invite 50 mg / kilo of valspodar , elacridar or tariquidar @DRUG$.o. ( control : vehicle ) 4 h before i.v. injection of octet mg / kilo of @DRUG$ .	To paclitaxel the distribution of determine in or , nude 4 received 50 mg / kg of valspodar , elacridar vivo tariquidar @DRUG$.o. ( control : vehicle ) mice h before i.v. injection of 8 @DRUG$ / kg of mg .	To determine the distribution of in vivo , mice received 50 mg / kg of valspodar , elacridar or tariquidar @DRUG$.o. ( control : vehicle ) 4 h before i.v. injection of 8 mg / of @DRUG$	To determine the distribution of paclitaxel in vivo , nude mice received 50 mg / kg of valspodar , elacridar or tariquidar @DRUG$.o. ( control : vehicle ) 4 h before i.v. injection of 8 mg / kg of DRU	1
0	Direct comparison of the conventional bi-directional (concentration gradient) assay with the CETA, using MDR1-transfected LLC cells, demonstrated that CETA, but not the conventional assay, identified @DRUG$ and @DRUG$ as substrates of human Pgp.	Direct comparison of the ceremonious bi-directional ( concentration gradient ) essay with the CETA , using MDR1 - transfected LLC cells , demonstrated that CETA , but not the ceremonious essay , place @DRUG$ and @DRUG$ as substrates of human being Pgp .	Direct comparison of the conventional bi-directional CETA concentration gradient ) assay using the CETA , with MDR1 - transfected LLC cells , demonstrated that ( , conventional not and but assay , identified @DRUG$ the @DRUG$ as substrates of human Pgp .	Direct comparison of the conventional bi-directional ( concentration gradient ) assay with the CETA , using MDR1 - transfected LLC cells , that CETA , but not conventional assay , identified @DRUG$ and @DRUG$ as substrates human Pgp .	CETA, but not the conventional assay, identified @DRUG$ and @DRUG$ as substrates of human Pgp.	0
0	With increasing dose, percentages by dose of @DRUG$ @DRUG$ decreased, whereas percentages of 3-hydroxymandelic acid increased.	With increasing dose , pct by dose of @DRUG$ @DRUG$ reduced , whereas pct of 3 - hydroxymandelic acid increased .	With increasing dose , percentages by dose of @DRUG$ @DRUG$ decreased , whereas increased percentages 3 - hydroxymandelic acid of .	With dose , by dose of @DRUG$ @DRUG$ decreased , whereas percentages of 3 - acid increased .	The higher the dose of @DRUG$, the lower the percentage of @DRUG$, and the higher the percentage of 3-hydroxymandelic acid.	0
0	On Sephadex G-100 gel filtration the labelled material eluted in the @DRUG$ position as the @DRUG$ activity in plasma.	on Sephadex G-100 gelatin filtration the labelled material eluted in the @DRUG$ position as the @DRUG$ activity in plasma .	On Sephadex G-100 the filtration gel as material eluted in the @DRUG$ position labelled the @DRUG$ activity in plasma .	On Sephadex G-100 gel the labelled material eluted in the @DRUG$ position as the @DRUG$ activity plasma .	@DRUG$ and @DRUG$ are two proteins that are related to each other. DRUGA is the protein that is found in the plasma, and DRUGB is the protein that is associated with the DRUGA protein.	0
0	DATA SYNTHESIS: Entacapone is the second medication of a new class of drugs, the catechol-O-methyltransferase inhibitors, indicated for clinical use @DRUG$ an adjunct to levodopa/@DRUG$ to treat patients with idiopathic Parkinson's disease who experience the signs and symptoms of end-of-dose wearing-off.	information SYNTHESIS : Entacapone is the nd medication of a new class of do drugs , the catechol - O-methyltransferase inhibitors , indicated for clinical use @DRUG$ an adjunct to levodopa / @DRUG$ to treat patients with idiopathic cyril northcote parkinson 's disease who experience the signs and symptom of end-of- dose wearing - off .	DATA SYNTHESIS : Entacapone is the second an of a new class of drugs treat the catechol - O-methyltransferase end-of- , indicated for clinical use @DRUG$ idiopathic adjunct to levodopa / @DRUG$ wearing , patients with medication Parkinson 's disease who experience the signs and symptoms of inhibitors dose to - off .	DATA SYNTHESIS : Entacapone is second medication of a new of drugs , the O-methyltransferase inhibitors , indicated for clinical use @DRUG$ an adjunct levodopa / @DRUG$ to treat patients with idiopathic Parkinson 's disease who the signs and symptoms of end-of- dose wearing - off .	@DRUG$ is a new drug that is used in combination with @DRUG$ to treat patients with Parkinson's disease. DRUGA is an inhibitor of catechol-O-methyltransferase, while DRUGB is a levodopa medication.	0
0	@DRUG$ reuptake inhibitors such @DRUG$ sertraline are useful therapeutic options for women with premenstrual dysphoria.	@DRUG$ reuptake inhibitors such @DRUG$ sertraline are utilitarian therapeutic options for women with premenstrual dysphoria .	@DRUG$ reuptake inhibitors such @DRUG$ sertraline are useful therapeutic for options women with premenstrual dysphoria .	@DRUG$ reuptake inhibitors such @DRUG$ sertraline are useful therapeutic options for women with premenstrual dysphoria .	@DRUG$ reuptake inhibitors such as sertraline are useful therapeutic options for women with premenstrual dysphoria.	1
1	In patients commencing long term treatment with @DRUG$ or prednisolone, @DRUG$ 0.5 to 1.0 micrograms/day plus calcium 1000 mg/day, administered with or without intranasal calcitonin 400 IU/day, prevented steroid-induced bone loss.	In affected role commencing long term treatment with @DRUG$ or prednisolone , @DRUG$ 0.5 to 1.0 micrograms / day plus atomic number  1000 milligram / day , administered with or without intranasal calcitonin 400 IU / day , forestall steroid-induced bone loss .	In patients commencing long , treatment with @DRUG$ or prednisolone , @DRUG$ 0.5 to 1.0 micrograms / day plus calcium day mg 1000 day , administered term or without intranasal calcitonin 400 IU / / with prevented steroid-induced bone loss .	In commencing long treatment with @DRUG$ or prednisolone , @DRUG$ to micrograms / day plus 1000 / , administered with or without intranasal 400 IU day , prevented steroid-induced bone loss .	If you're taking @DRUG$ or prednisolone, taking @DRUG$ 0.5 to 1.0 micrograms / day plus calcium 1000 mg / day will help prevent steroid-induced bone loss.	0
0	Distribution and excretion of @DRUG$ and N-desmethylsertraline in human @DRUG$.	Distribution and excretion of @DRUG$ and N-desmethylsertraline in man @DRUG$ .	Distribution of excretion and @DRUG$ and N-desmethylsertraline in human @DRUG$ .	Distribution and excretion of @DRUG$ and N-desmethylsertraline in human @DRUG$ .	The distribution and excretion of @DRUG$ and N-desmethylsertraline in human @DRUG$ .	0
0	Imidazole antifungals (@DRUG$, econazole, and @DRUG$) increased the [Zn2+]i in the presence of extracellular Zn2+ while it was not the case for triazole antifungals (itraconazole and fluoconazole).	glyoxaline antifungals ( @DRUG$ , econazole , and @DRUG$ ) increased the [ Zn2 + ] i in the presence of extracellular Zn2 + while it was not the guinea pig for triazole antifungals ( sporanox and fluoconazole ) .	Imidazole antifungals ( @DRUG$ , econazole i + @DRUG$ ) increased the [ Zn2 + ] , in the presence of extracellular was and while it Zn2 not the case for triazole antifungals ( itraconazole and fluoconazole ) .	Imidazole antifungals ( @DRUG$ , econazole , and @DRUG$ ) increased the Zn2 + ] i in the presence of extracellular Zn2 + while it was not the case for triazole antifungals ( itraconazole fluoconazole ) .	Imidazole antifungals ( @DRUG$ and @DRUG$ ) increased the [ Zn2 + ] i in the presence of extracellular Zn2 + while it was not the case for triazole antifungals ( itraconazole and fluocon	0
0	METHODS: After orally administering rhubarb extract or its major component (sennoside A) to rats, the fecal @DRUG$ content, AQP3 expression and @DRUG$ (PGE2) concentrations in the colon were examined.	METHODS : After orally allot pieplant extract or its major component ( sennoside A ) to rats , the fecal @DRUG$ content , AQP3 expression and @DRUG$ ( PGE2 ) concentrations in the aspinwall were examined .	METHODS : After PGE2 administering rhubarb extract or its major ( ( sennoside A ) to rats , the AQP3 @DRUG$ content , fecal expression and @DRUG$ component orally ) concentrations in the colon were examined .	METHODS : After orally administering rhubarb extract or its major component ( sennoside ) rats , the fecal @DRUG$ content , AQP3 expression and @DRUG$ ( PGE2 ) concentrations in the colon examined .	After orally administering rhubarb extract or its major component ( sennoside A ) to rats , the fecal @DRUG$ content was examined .""The fecal DRUGA content was found to be increased after orally administering rhubarb extract or its major component ( senn	1
0	@DRUG$ was more effective than cyproterone in decreasing the ;uptake' of the perfused androgens by the tissue; at the @DRUG$ time, it increased the androgen clearance from the tissue.	@DRUG$ was more effective than cyproterone in decreasing the ;uptake ' of the perfuse androgenic hormone by the tissue ; at the @DRUG$ time , it increased the androgenic hormone clearance from the tissue .	@DRUG$ was more effective than cyproterone in decreasing the ;uptake ' of it at androgen by the tissue ; perfused the @DRUG$ time , the increased the androgens clearance from the tissue .	@DRUG$ was more effective than cyproterone in decreasing the ' of the perfused androgens by the tissue the @DRUG$ time , increased androgen clearance from .	@DRUG$ was more effective than cyproterone in decreasing the uptake of the perfused androgens by the tissue; at the same time, it increased the androgen clearance from the tissue.	1
0	SUMMARY: @DRUG$ 25 mg-paritaprevir 150 mg-@DRUG$ 100 mg plus dasabuvir 250 mg (Viekira) is approved in the United States as a combination direct-acting antiviral agent for treatment-naive or treatment-experienced patients with HCV genotype 1 infection, including those with compensated cirrhosis.	SUMMARY : @DRUG$ 25 mg- paritaprevir 150 mg- @DRUG$ 100 mg plus dasabuvir 250 mg ( Viekira ) is approved in the United state of matter as a combination direct-acting antiviral factor for handling - naive or handling - experienced patients with HCV genetic constitution 1 infection , admit those with compensated cirrhosis .	SUMMARY : @DRUG$ 25 mg- paritaprevir 150 mg- @DRUG$ 100 mg plus Viekira 250 - ( dasabuvir ) is approved in the United States as cirrhosis combination direct-acting antiviral agent treatment for mg naive or - treatment experienced patients with HCV genotype 1 infection , including those with compensated a .	SUMMARY : @DRUG$ 25 mg- paritaprevir 150 mg- @DRUG$ mg plus dasabuvir 250 mg ( Viekira is approved in the United States as a combination antiviral agent for treatment - naive or treatment - experienced patients with HCV genotype 1 infection , including those with compensated cirrhosis .	@DRUG$ is a combination of paritaprevir, 150 mg, @DRUG$, 100 mg, plus dasabuvir, 250 mg. It is approved in the United States for the treatment of HCV genotype 1 infection, including those with compensated cirrhosis.	0
0	The D-isomer had greater potency than the @DRUG$-isomer on basal and electrically stimulated striatal DA release; however the L-isomer was 2-fold more potent than the @DRUG$-isomer on basal fronto-cortical NA release.	The D-isomer had greater potency than the @DRUG$ - isomer on basal and electrically energise striatal district attorney release ; even so the L-isomer was 2 - fold more potent than the @DRUG$ - isomer on basal fronto-cortical NA release .	The D-isomer had greater potency than the @DRUG$ - isomer on basal and electrically stimulated striatal release L-isomer ; however the release was 2 - fold more potent than the @DRUG$ DA isomer on basal fronto-cortical NA - .	The D-isomer had greater potency than the @DRUG$ - isomer on basal and electrically striatal DA ; however the L-isomer was - fold potent than the @DRUG$ - isomer on basal fronto-cortical NA release .	The D-isomer is more potent than the @DRUG$ - isomer on basal and electrically stimulated striatal DA release ; however the L-isomer is more potent than the @DRUG$ - isomer on basal fronto-cortical NA release .	0
0	Recent dosing protocols for both @DRUG$ and @DRUG$ have been developed and may help fine tune dose adjustment of these antibiotics.	Recent dosing protocols for both @DRUG$ and @DRUG$ have been recrudesce and may help fine tune elvis adjustment of these antibiotics .	Recent and protocols for both @DRUG$ dosing @DRUG$ have been developed tune may help fine and dose adjustment of these antibiotics .	Recent dosing protocols for both @DRUG$ and @DRUG$ have been developed and may help fine tune dose adjustment of these antibiotics .	The dose of @DRUG$ may need to be adjusted depending on the dose of @DRUG$.	0
0	Recent experimental and clinical studies have revealed that organic @DRUG$ per se are not just @DRUG$ (NO) donors, but rather a quite heterogeneous group of drugs considerably differing for mechanisms underlying vasodilation and the development of endothelial dysfunction and tolerance.	Recent experimental and clinical studies have revealed that organic @DRUG$ per southeast are not just @DRUG$ ( NO ) donor , but rather a quite an heterogeneous group of drugs considerably differing for mechanisms underlying vasodilation and the development of endothelial dysfunction and margin .	Recent experimental and clinical studies have revealed that organic @DRUG$ group se are not just @DRUG$ dysfunction NO ) donors , but rather a quite heterogeneous per of drugs and differing for mechanisms underlying vasodilation tolerance the development of endothelial ( and considerably .	Recent experimental clinical studies have revealed that organic @DRUG$ se are not just @DRUG$ ( NO ) donors , but rather a quite heterogeneous group of drugs considerably differing for mechanisms underlying vasodilation and the development of endothelial and tolerance .	Organic @DRUG$ per se are not just @DRUG$ ( NO ) donors , but rather a quite heterogeneous group of drugs considerably differing for mechanisms underlying vasodilation and the development of endothelial dysfunction and tolerance .	0
0	Troxacitabine 2.0 mg/@DRUG$(2)/d (n = 3) and 3.0 @DRUG$/m(2)/d (n = 5) for 3 days produced mean +/- SD end of infusion concentrations of 0.12 +/- 0.03 and 0.15 +/- 0.03 micromol/L, respectively.	Troxacitabine 2.0 mg / @DRUG$ ( 2 ) / viosterol ( n = 3 ) and 3.0 @DRUG$ / m( 2 ) / viosterol ( n = fivesome ) for 3 days grow mean +/- south dakota end of infusion concentrations of 0.12 +/- 0.03 and 0.15 +/- 0.03 micromol / litre , respectively .	Troxacitabine 2.0 mg of @DRUG$ respectively 2 ) d d ( n = 3 ) and infusion @DRUG$ for m( 2 ) / / ( n = 5 ) / 3 days produced mean +/- SD end / 3.0 concentrations of 0.12 +/- 0.03 and 0.15 +/- 0.03 micromol / L , ( .	Troxacitabine 2.0 mg / @DRUG$ ( ) / d ( n = 3 ) and 3.0 @DRUG$ / m( 2 ) / d ( n = 5 ) for 3 days mean +/- SD concentrations of 0.12 +/- 0.03 and 0.15 +/- 0.03 micromol / L , respectively .	Troxacitabine 2.0 mg / @DRUG$ ( 2 ) / d ( n = 3 ) and 3.0 @DRUG$ / m( 2 ) / d ( n = 5 ) for 3 days produced mean +/- SD end of infusion concentrations of 0.12 +/- 0	0
1	Furthermore, @DRUG$ is commonly administered in combination with low-dose @DRUG$, which is also extensively metabolised by CYP3A4, and is a more potent CYP3A4 inhibitor than amprenavir.	Furthermore , @DRUG$ is ordinarily administered in combination with low-dose @DRUG$ , which is too extensively metabolised by CYP3A4 , and is a more strong CYP3A4 inhibitor than amprenavir .	Furthermore , @DRUG$ is commonly administered in combination with low-dose @DRUG$ inhibitor is is also metabolised extensively by CYP3A4 , and which a more potent CYP3A4 , than amprenavir .	Furthermore , @DRUG$ is commonly administered in combination with low-dose @DRUG$ , which is extensively metabolised by CYP3A4 , and a more potent CYP3A4 than amprenavir .	@DRUG$ is commonly administered in combination with low-dose @DRUG$, which is also extensively metabolized by CYP3A4, and is a more potent CYP3A4 inhibitor than amprenavir.	0
1	Olmesartan medoxomil was at least as effective as @DRUG$, felodipine and atenolol, and significantly more effective than @DRUG$.	Olmesartan medoxomil was at to the lowest degree as effective as @DRUG$ , felodipine and atenolol , and importantly more effective than @DRUG$ .	Olmesartan and was at least as effective , @DRUG$ as felodipine medoxomil atenolol , and significantly more effective than @DRUG$ .	Olmesartan medoxomil was at as effective as @DRUG$ , felodipine and and significantly more effective @DRUG$ .	Olmesartan medoxomil was more effective than @DRUG$ .	1
0	These AEDs do not appear to have a common mechanism of action in that both inhibitory @DRUG$ (GABA; e.g., @DRUG$, clonazepam, and valproate) and excitatory glutamate (e.g., lamotrigine and topiramate) mechanisms are involved.	These AEDs do not look to have a coarse mechanism of legal action in that both repressing @DRUG$ ( GABA ; e.g. , @DRUG$ , clonazepam , and valproate ) and excitatory glutamate ( e.g. , lamotrigine and topiramate ) mechanisms are involved .	These AEDs and not involved to ( a common mechanism of action in that both inhibitory @DRUG$ ( GABA ; topiramate , @DRUG$ , clonazepam , do valproate ) and excitatory glutamate have e.g. , lamotrigine and e.g. ) mechanisms are appear .	These AEDs do not appear to have common mechanism of action in that inhibitory @DRUG$ ( GABA ; e.g. , @DRUG$ , clonazepam , and ) and excitatory glutamate ( e.g. , lamotrigine and topiramate ) mechanisms are involved .	These AEDs do not appear to have a common mechanism of action, as both inhibitory @DRUG$ (GABA; e.g., clonazepam and valproate) and excitatory glutamate (e.g., lamotrigine and topiramate) mechanisms	1
0	A liquid chromatographic method for the determination of sulfachloropyridazine, sulfadiazine, sulfadimethoxine, sulfadoxine, sulfaethoxypyridazine, @DRUG$, @DRUG$, and sulfathiazole residues in the muscle, liver, and kidney of food animals using sulfapyridine as internal standard is reported.	angstrom unit liquid chromatographic method for the determination of sulfachloropyridazine , sulfadiazine , sulfadimethoxine , sulfadoxine , sulfaethoxypyridazine , @DRUG$ , @DRUG$ , and sulfathiazole rest in the muscle , liver colored , and kidney of intellectual nourishment animals using sulfapyridine as internal standard is reported .	A liquid chromatographic method for the determination of sulfachloropyridazine , sulfapyridine , sulfadimethoxine , sulfadoxine , sulfaethoxypyridazine , @DRUG$ , @DRUG$ , and sulfathiazole residues kidney the of , liver , and in muscle food animals using is as internal standard sulfadiazine reported .	A liquid chromatographic method for the determination of sulfachloropyridazine , sulfadiazine , sulfadimethoxine , sulfadoxine , sulfaethoxypyridazine , @DRUG$ , @DRUG$ , sulfathiazole residues in the , liver , and kidney of food animals using sulfapyridine as internal standard is reported	A liquid chromatographic method for the determination of sulfachloropyridazine , sulfadiazine , sulfadimethoxine , sulfadoxine , sulfaethoxypyridazine , @DRUG$ , @DRUG$ , and sulfathiazole residues in the	0
0	Activity of 15 compounds, given alone or in mixtures [butamisole, cambendazole, caviphos, febantel (alone or with trichlorfon), @DRUG$, ivermectin, levamisole-piperazine, oxfendazole, oxibendazole, pyrantel pamoate (alone or with piperazine-carbon disulfide complex), @DRUG$ (alone or with piperazine or with trichlorfon), tioxidazole, and trichlorfon], against Thelazia lacrymalis was evaluated in 102 equids.	Activity of 15 compounds , hold lone or in salmagundi [ butamisole , cambendazole , caviphos , febantel ( lone or with trichlorfon ) , @DRUG$ , ivermectin , levamisole - piperazine , oxfendazole , oxibendazole , pyrantel pamoate ( lone or with piperazine - carbon copy disulfide coordination compound ) , @DRUG$ ( lone or with piperazine or with trichlorfon ) , tioxidazole , and trichlorfon ] , against Thelazia lacrymalis was judge in 102 equid .	Activity of 15 compounds , given alone or in mixtures and butamisole piperazine cambendazole , caviphos trichlorfon febantel ( alone or with trichlorfon ) ) @DRUG$ , ivermectin , levamisole - piperazine , oxfendazole , oxibendazole tioxidazole alone pamoate ( alone or 102 , - carbon disulfide complex , , @DRUG$ ( pyrantel or with piperazine or with , ) , , , [ trichlorfon ] , against Thelazia lacrymalis was evaluated in with equids .	Activity of 15 compounds , given alone or in mixtures butamisole , cambendazole , caviphos , febantel ( alone or with trichlorfon ) , @DRUG$ , ivermectin , levamisole - piperazine , oxfendazole , oxibendazole , pyrantel pamoate ( alone or with piperazine - carbon ) , @DRUG$ ( alone with piperazine or with trichlorfon ) , tioxidazole , trichlorfon ] , against Thelazia lacrymalis was evaluated in equids .	The activity of 15 compounds against Thelazia lacrymalis was evaluated in 102 equids, including horses, donkeys, and mules. These compounds were either given alone or in mixtures, and their activity was compared against that of the drug @DRUG$, which was found to	1
0	@DRUG$ is the main substance responsible for dependence on @DRUG$-containing, products, which have a heavy impact on the public health of developed as well as non-developed countries by being a main etiologic factor for the induction of cardiovascular diseases and tobacco-related cancer.	@DRUG$ is the main substance responsible for dependence on @DRUG$ - containing , products , which have a heavy wallop on the public health of prepare as good as non-developed countries by being a main etiologic factor for the generalization of cardiovascular diseases and tobacco-related cancer .	@DRUG$ is the main substance responsible for dependence a @DRUG$ - containing , products diseases which have a heavy impact on the public health of developed as well as non-developed countries by being on main etiologic factor induction the for of cardiovascular tobacco-related and , cancer .	@DRUG$ is the main substance responsible for dependence on @DRUG$ - containing , , which have a heavy impact on the public health of developed as well as non-developed by being main etiologic factor for the induction of cardiovascular diseases and tobacco-related cancer .	@DRUG$ is the main substance responsible for dependence on @DRUG$. DRUGA-containing products have a heavy impact on the public health of developed as well as non-developed countries by being a main etiologic factor for the induction of cardiovascular diseases and tobacco-related cancer.	0
0	To compare the efficacy and safety of conventional systemic agents (acitretin, ciclosporin, fumaric acid esters, methotrexate), small molecules (apremilast, tofacitinib, ponesimod), anti-TNF alpha (etanercept, infliximab, adalimumab, certolizumab), anti-IL12/23 (@DRUG$), anti-IL17 (secukinumab, ixekizumab, brodalumab), anti-IL23 (guselkumab, tildrakizumab), and other biologics (@DRUG$, itolizumab) for patients with moderate to severe psoriasis and to provide a ranking of these treatments according to their efficacy and safety.	To compare the efficacy and guard of formal systemic agents ( acitretin , ciclosporin , fumaric sulfurous esters , amethopterin ) , diminished molecules ( apremilast , tofacitinib , ponesimod ) , anti-TNF alpha ( enbrel , remicade , adalimumab , certolizumab ) , anti-IL12 /23 ( @DRUG$ ) , anti-IL17 ( secukinumab , ixekizumab , brodalumab ) , anti-IL23 ( guselkumab , tildrakizumab ) , and other biologics ( @DRUG$ , itolizumab ) for patients with moderate to severe psoriasis and to provide a ranking of these handling fit in to their efficacy and guard .	To compare the efficacy and safety of conventional systemic agents ( acitretin , , , fumaric ( safety , methotrexate ) for small , ( apremilast , , , ponesimod ) to anti-TNF alpha ( etanercept , infliximab , adalimumab , certolizumab ) , anti-IL12 /23 ( @DRUG$ ) ciclosporin tildrakizumab ( secukinumab , ixekizumab , brodalumab ) , anti-IL23 ( guselkumab molecules anti-IL17 ) , and and biologics acid @DRUG$ , itolizumab ) tofacitinib patients with moderate to severe psoriasis other , provide a ranking of these treatments according to their efficacy and esters .	To compare the efficacy and of conventional agents ( acitretin , ciclosporin , fumaric acid esters , methotrexate ) , small molecules ( apremilast , , ponesimod ) , anti-TNF alpha ( etanercept , infliximab adalimumab , ) , anti-IL12 ( @DRUG$ ) , anti-IL17 secukinumab , ixekizumab , brodalumab ) , anti-IL23 ( guselkumab , tildrakizumab ) , and other biologics ( @DRUG$ , itolizumab ) for patients with moderate to severe psoriasis to provide a ranking of treatments according to their efficacy safety .	@DRUG$ is more effective and safer than @DRUG$ for treating psoriasis.	0
0	Robenacoxib (0.25, 0.5, 1.0, 2.0 and 4.0 mg/kg), placebo and @DRUG$ (0.2 mg/kg) were administered subcutaneously (s.c.) 3 h after the @DRUG$ crystals.	Robenacoxib ( 0.25 , 0.5 , 1.0 , 2.0 and 4.0 atomic number  / kilogram ) , placebo and @DRUG$ ( 0.2 atomic number  / kilogram ) were administered subcutaneously ( s.c. ) trio h after the @DRUG$ crystals .	Robenacoxib ( mg , 0.5 , 1.0 kg 2.0 and 4.0 0.25 / kg ) , placebo and @DRUG$ ( 0.2 ) / , ) were administered subcutaneously ( s.c. mg 3 h after the @DRUG$ crystals .	Robenacoxib ( 0.25 , 0.5 , 1.0 , 2.0 and mg / kg ) , placebo and @DRUG$ ( 0.2 mg / kg ) were administered subcutaneously ( s.c. ) 3 h after the @DRUG$ crystals .	Robenacoxib ( 0.25 , 0.5 , 1.0 , 2.0 and 4.0 mg / kg ) , placebo and @DRUG$ ( 0.2 mg / kg ) were administered subcutaneously ( s.c. ) 3 h after the DRU	1
0	We defined the maximum tolerated dose in GAD patients @DRUG$ 50 @DRUG$ two times a day, twice as high as the highest dose tested in healthy volunteers.	We defined the maximum allow dose in GAD patients @DRUG$ 50 @DRUG$ two prison term a day , twice as high as the highest dose tested in healthy volunteers .	We defined dose maximum tolerated dose highest GAD patients @DRUG$ 50 @DRUG$ two times a day , twice as high as the in the tested in healthy volunteers .	We defined the maximum tolerated dose in GAD patients @DRUG$ 50 @DRUG$ two times a day , twice as as the highest dose tested in healthy volunteers	The maximum tolerated dose in GAD patients is 50 @DRUG$ two times a day, twice as high as the highest dose tested in healthy volunteers.	1
1	In addition, we demonstrated that @DRUG$ amplified, and tiludronate suppressed PGF2alpha-induced VEGF synthesis among bisphosphonates, while @DRUG$ or etidronate had no effect.	indium addition , we demonstrated that @DRUG$ amplified , and tiludronate suppressed PGF2alpha- cause VEGF synthesis among bisphosphonates , while @DRUG$ or etidronate had no effect .	addition In we , demonstrated that @DRUG$ amplified , and tiludronate suppressed PGF2alpha- induced VEGF synthesis among bisphosphonates , while @DRUG$ or etidronate had no effect .	addition , we demonstrated that @DRUG$ amplified , and tiludronate suppressed PGF2alpha- VEGF bisphosphonates , while @DRUG$ or etidronate had no effect .	@DRUG$ amplified PGF2alpha- induced VEGF synthesis among bisphosphonates, while @DRUG$ or etidronate had no effect.	0
0	Following on from this preliminary evidence, controlled studies directly comparing mexazolam with other BZDs showed that the drug is more effective than @DRUG$ and @DRUG$, and is at least as effective as alprazolam.	Following on from this preliminary evidence , controlled read directly liken mexazolam with other BZDs showed that the drug is more effective than @DRUG$ and @DRUG$ , and is at to the lowest degree as effective as alprazolam .	Following on from this preliminary evidence , and other directly comparing mexazolam with studies at showed that the drug is more effective than @DRUG$ controlled @DRUG$ , and is BZDs least as effective as alprazolam .	Following on from this preliminary evidence , controlled studies directly comparing mexazolam with other BZDs showed that drug is more effective than @DRUG$ and @DRUG$ , and at least as effective as alprazolam .	Mexazolam is more effective than both @DRUG$ and @DRUG$, and is at least as effective as alprazolam.	0
0	The treatment phase compared @DRUG$ (5.1 g b.d.) plus docusate placebo to docusate sodium (100 mg b.@DRUG$.) plus psyllium placebo.	The intervention phase compared @DRUG$ ( 5.1 g force b.d. ) plus docusate placebo to docusate sodium ( 100 mg b.@DRUG$ . ) plus psyllium placebo .	The treatment phase mg @DRUG$ ( 5.1 g b.d. ) plus docusate placebo to compared sodium ( 100 docusate b.@DRUG$ . ) plus psyllium placebo .	The treatment phase compared ( 5.1 g b.d. plus docusate placebo to docusate sodium ( 100 mg b.@DRUG$ . ) plus placebo .	@DRUG$ is a drug that is taken orally, in the form of a pill. @DRUG$ is a drug that is taken orally, in the form of a pill, and it is used to treat constipation.	0
0	Namely, albumin binding, faster transport across the bloodbrain barrier, and preferential activity in brain and liver are characteristics of @DRUG$ that potentially explain the observed weight benefit seen in clinical trials, as well @DRUG$ in the real-world practice setting.	namely , albumin binding , faster transport crosswise the bloodbrain roadblock , and preferential activity in brain and liver are characteristics of @DRUG$ that potentially explain the observed weight benefit seen in clinical trials , as substantially @DRUG$ in the real-world practice setting .	Namely , albumin binding preferential potentially transport across the bloodbrain barrier , and , activity in brain and liver are characteristics of @DRUG$ that faster explain the observed as benefit seen in clinical trials real-world weight well @DRUG$ in the , practice setting .	Namely , albumin binding , faster transport the bloodbrain barrier , and preferential activity in brain and are characteristics of @DRUG$ that potentially explain the benefit seen in clinical trials , as well @DRUG$ in real-world practice setting .	@DRUG$ is more likely to result in weight loss because it is better able to cross the blood-brain barrier and is more active in the brain and liver.	1
0	Total excretion of unchanged @DRUG$ accounted for 48.8% of the administered dose in boosted subjects @DRUG$ a result of the inhibition of darunavir metabolism by ritonavir.	Total excretion of unchanged @DRUG$ accounted for 48.8 % of the deal dose in boosted subjects @DRUG$ a result of the inhibition of darunavir metabolic process by ritonavir .	Total excretion 48.8 unchanged @DRUG$ accounted for of % of the administered dose in boosted subjects @DRUG$ a result of the inhibition of darunavir metabolism by ritonavir .	Total excretion of unchanged @DRUG$ accounted for 48.8 % of the administered dose in boosted subjects @DRUG$ a result of inhibition darunavir metabolism by ritonavir .	@DRUG$ is metabolized by @DRUG$, which results in the excretion of unchanged DRUGA.	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, @DRUG$, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, @DRUG$, tolfenamic acid, and tolmetin in urine samples.	This method allowed the spying of therapeutic denseness of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , etodolac , fenbufen , fenoprofen , flufenamic acid , ansaid , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone , naprosyn , niflumic acid , butazolidin , suxibuzone , @DRUG$ , tolfenamic acid , and tolmetin in piss samples .	This method allowed the detection of mofebutazone concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , lonazolac , urine , etodolac , fenbufen , fenoprofen , , acid , flurbiprofen , ibuprofen , , , meclofenamic , ketoprofen , diclofenac flufenamic kebuzone acid , @DRUG$ , therapeutic indometacin naproxen , niflumic acid phenylbutazone , , suxibuzone , @DRUG$ , tolfenamic acid , and tolmetin in diflunisal samples .	This method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , , diclofenac diflunisal , etodolac , fenbufen , , flufenamic acid , flurbiprofen , , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone , naproxen , niflumic , suxibuzone , @DRUG$ , tolfenamic acid , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen ,	1
0	Atomoxetine inhibited binding of radioligands to clonal cell lines transfected with human @DRUG$, @DRUG$ (5-HT) and dopamine (DA) transporters with dissociation constants (K(i)) values of 5, 77 and 1451 nM, respectively, demonstrating selectivity for NE transporters.	Atomoxetine inhibited binding of radioligands to clonal cell lines transfected with human @DRUG$ , @DRUG$ ( 5 - HT ) and dopamine ( da ) conveyer with disassociation constants ( K ( i ) ) values of 5 , 77 and 1451 micromillimeter , respectively , demonstrating selectivity for ne conveyer .	Atomoxetine inhibited binding of respectively to clonal cell lines ) with human @DRUG$ and @DRUG$ ( 5 - HT ) and dopamine ( DA ) transporters with dissociation constants ( K ( i transfected demonstrating values of 77 , 5 , 1451 nM , radioligands , ) selectivity for NE transporters .	Atomoxetine inhibited binding radioligands clonal cell lines transfected with human @DRUG$ , @DRUG$ ( 5 - HT ) and dopamine ( DA ) transporters with dissociation constants ( K ) ) of , 77 and 1451 nM respectively , demonstrating selectivity for NE transporters .	Atomoxetine inhibited binding of radioligands to clonal cell lines transfected with human @DRUG$ and @DRUG$ (5-HT) transporters with dissociation constants (K(i)) values of 5, 77 and 1451 nM, respectively, demonstrating	0
0	In patients with acute GORD with oesophagitis, omeprazole is at least as effective @DRUG$ @DRUG$ or pantoprazole in promoting healing, and superior to ranitidine, cimetidine or cisapride in oesophagitis healing and symptom relief.	In patient role with acute GORD with oesophagitis , omeprazole is at least as effectual @DRUG$ @DRUG$ or pantoprazole in promoting mend , and superior to ranitidine , cimetidine or cisapride in oesophagitis mend and symptom relief .	In effective with acute , with oesophagitis , omeprazole is at least as patients @DRUG$ @DRUG$ or pantoprazole in promoting healing , and superior to ranitidine GORD cimetidine or and in oesophagitis healing cisapride symptom relief .	In patients with acute GORD with oesophagitis , omeprazole is at effective @DRUG$ @DRUG$ or pantoprazole in promoting healing , and superior to ranitidine , cimetidine or in oesophagitis healing and relief .	In patients with acute GORD with oesophagitis, omeprazole is more effective than pantoprazole in promoting healing, and superior to ranitidine, cimetidine, or cisapride in oesophagitis healing and symptom relief.	1
0	@DRUG$ @DRUG$ dinucleotide (NAD) is a ubiquitous biological molecule that participates in many metabolic reactions.	@DRUG$ @DRUG$ dinucleotide ( NAD ) is a omnipresent biological molecule that participates in many metabolic reactions .	@DRUG$ @DRUG$ dinucleotide ( NAD ) is a ubiquitous biological molecule that participates in reactions metabolic many .	@DRUG$ @DRUG$ dinucleotide ( NAD ) is a ubiquitous biological molecule that participates many metabolic reactions .	@DRUG$ and @DRUG$ are two different molecules that are both involved in many metabolic reactions.	0
1	@DRUG$ is a phosphate ester prodrug developed @DRUG$ an alternative to intravenous phenytoin for acute treatment of seizures.	@DRUG$ is a phosphate ester prodrug developed @DRUG$ an alternative to intravenous phenytoin for acute handling of seizures .	@DRUG$ is a phosphate ester prodrug developed @DRUG$ acute alternative to intravenous phenytoin for an treatment of seizures .	@DRUG$ a phosphate ester prodrug developed @DRUG$ an alternative to intravenous phenytoin for acute treatment of seizures .	@DRUG$ is a drug that is converted into @DRUG$ in the body. DRUGB is the active drug that actually treats the seizures.	0
1	The cardioselectivity and hypotensive properties of the beta 1-specific beta-blocker @DRUG$ were investigated using a single-dose comparison of 10 and 20 mg bisoprolol, 100 mg @DRUG$, and placebo in 12 hypertensive asthmatic patients.	The cardioselectivity and hypotensive properties of the beta 1 - specific beta- blocker @DRUG$ were investigated using a single - dosage comparison of ten and 20 mg bisoprolol , hundred mg @DRUG$ , and placebo in 12 hypertensive wheezing patients .	beta cardioselectivity and The properties 1 the beta- of - specific hypotensive blocker @DRUG$ were investigated using a single - dose comparison of 10 and 20 mg bisoprolol , 100 mg @DRUG$ , and placebo in 12 hypertensive asthmatic patients .	The cardioselectivity and hypotensive properties of the beta 1 specific beta- blocker @DRUG$ were investigated using a single - dose comparison of 10 and 20 mg bisoprolol , 100 mg @DRUG$ , and placebo in 12 hypertensive asthmatic patients .	The cardioselectivity and hypotensive properties of the beta 1 - specific beta- blocker @DRUG$ were investigated using a single - dose comparison of 10 and 20 mg bisoprolol , 100 mg @DRUG$ , and placebo in 12 hypertensive asthmatic patients ."DR	0
0	Isoflupredone acetate (II) was used as the internal standard and a 3-micron silica gel column with a mobile phase comprised of @DRUG$-saturated @DRUG$-water-saturated methylene chloride-tetrahydrofuran-acetic acid (350:125:10:15) led to an efficient separation.	Isoflupredone acetate ( II ) was used as the national monetary standard and a 3 - micrometer silica gel column with a mobile phase comprised of @DRUG$ - saturated @DRUG$ - water - saturated methylene chloride - tetrahydrofuran-acetic acid ( 350:125:10:15 ) led to an effective separation .	( methylene Isoflupredone silica ) was used as the with standard and a 3 - micron II gel column internal a mobile phase comprised of @DRUG$ - saturated @DRUG$ - water - saturated acetate chloride - tetrahydrofuran-acetic acid ( 350:125:10:15 ) led to an efficient separation .	Isoflupredone acetate ( II was used as internal standard and a 3 - micron silica gel column with a mobile phase comprised of @DRUG$ - saturated @DRUG$ - water - saturated methylene chloride - tetrahydrofuran-acetic acid 350:125:10:15 ) led to an efficient separation	Isoflupredone acetate ( II ) was used as the internal standard and a 3 - micron silica gel column with a mobile phase comprised of @DRUG$ - saturated @DRUG$ - water - saturated methylene chloride - tetrahydrofuran-acetic acid (	0
0	Serotonin (5-HT) also increased GDNF production through FGFR2 (Tsuchioka, @DRUG$., Takebayashi, M., Hisaoka, K., Maeda, N., and Nakata, @DRUG$. (2008) J. Neurochem.	serotonin ( cinque - HT ) too increase GDNF production through FGFR2 ( Tsuchioka , @DRUG$ . , Takebayashi , M. , Hisaoka , K. , Maeda , N. , and Nakata , @DRUG$ . ( 2008 ) J. Neurochem .	Serotonin M. Hisaoka - HT ) also increased GDNF production through FGFR2 ( Tsuchioka , @DRUG$ . , Takebayashi , ( , . , K. ( Maeda , N. , and Nakata , @DRUG$ 5 , 2008 ) J. Neurochem .	Serotonin ( 5 - HT ) also increased production through ( Tsuchioka @DRUG$ , Takebayashi , M. , Hisaoka , K. , Maeda , N. , and Nakata , @DRUG$ . ( 2008 ) J. Neurochem .	Serotonin ( 5 - HT ) also increased GDNF production through FGFR2 ( Tsuchioka , @DRUG$ . , Takebayashi , M. , Hisaoka , K. , Maeda , N. , and Nakata , @DRUG$ . ( 2008 ) J.	0
0	Safety and tolerability of @DRUG$ @DRUG$ a monotherapy, or in combination with docetaxel as second-line therapy, in Japanese patients with advanced solid malignancies or non-small cell lung cancer.	Safety and tolerability of @DRUG$ @DRUG$ a monotherapy , or in combination with docetaxel as second-line therapy , in Japanese patients with advanced substantial malignity or non-small mobile phone lung cancer .	Safety non-small tolerability with @DRUG$ @DRUG$ a monotherapy , or in combination with solid as second-line therapy , in Japanese patients of advanced docetaxel malignancies or and cell lung cancer .	Safety and of @DRUG$ @DRUG$ a monotherapy , or in combination with docetaxel as second-line therapy in Japanese patients with advanced solid or non-small cell lung cancer .	@DRUG$ is safe and tolerable when used as a monotherapy or in combination with docetaxel as second-line therapy in Japanese patients with advanced solid malignancies or non-small cell lung cancer.	1
0	LAT1-mediated [(14)C]phenylalanine uptake was strongly inhibited in a competitive manner by aromatic-amino acid derivatives including L-dopa, alpha-methyldopa, melphalan, triiodothyronine, and thyroxine, whereas @DRUG$, N-methyl phenylalanine, dopamine, tyramine, carbidopa, and @DRUG$ did not inhibit [(14)C]phenylalanine uptake.	LAT1 - liaise [ ( xiv ) c ] phenylalanine intake was strongly inhibited in a competitive manner by aromatic-amino acid derivatives including L-dopa , alpha-methyldopa , alkeran , liothyronine , and thyroxine , whereas @DRUG$ , N-methyl phenylalanine , dopamine , tyramine , carbidopa , and @DRUG$ did not inhibit [ ( xiv ) c ] phenylalanine intake .	phenylalanine - mediated [ ( 14 ) C ] phenylalanine uptake was strongly inhibited in a competitive manner ( aromatic-amino acid derivatives including L-dopa , alpha-methyldopa , melphalan , triiodothyronine , and and , dopamine @DRUG$ , N-methyl 14 , whereas , tyramine , carbidopa did thyroxine @DRUG$ , not inhibit [ by LAT1 ) C ] phenylalanine uptake .	LAT1 - mediated [ ( 14 ) C ] phenylalanine uptake was strongly inhibited in a manner by aromatic-amino derivatives including L-dopa , , melphalan , triiodothyronine , thyroxine , whereas @DRUG$ , N-methyl phenylalanine , dopamine , , carbidopa , and @DRUG$ did not inhibit ( 14 C ] phenylalanine uptake .	@DRUG$ inhibits LAT1-mediated [ ( 14 ) C ] phenylalanine uptake, while @DRUG$ does not.	0
0	Twelve neutral free amino acids, i.e. @DRUG$, threonine, glutamine, asparagine, alanine, proline, methionine, tyrosine, valine, leucine, isoleucine and phenylalanine, were surveyed for the presence of @DRUG$-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	 neutral free amino acids , i.e. @DRUG$ , threonine , glutamine , asparagine , alanine , proline , methionine , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the presence of @DRUG$ - enantiomers in blood plasma samples from patient with renal diseases and from pattern bailiwick .	Twelve samples free amino acids , , @DRUG$ , and , glutamine , asparagine i.e. alanine , the , methionine , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for proline presence of @DRUG$ - enantiomers in plasma neutral from threonine with renal diseases patients from normal subjects .	Twelve free amino acids , i.e. @DRUG$ , threonine , glutamine , alanine proline , methionine tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the presence of @DRUG$ - enantiomers in plasma samples from with renal diseases and from normal .	Twelve neutral free amino acids were surveyed for the presence of @DRUG$ - enantiomers in plasma samples from patients with renal diseases and from normal subjects .	1
0	The outcome was favourable under aetiologic and symptomatic treatment: administration of D-penicillamine @DRUG$ a @DRUG$ antidote and packed red cell transfusion.	The outcome was prosperous under etiologic and symptomatic treatment : administration of D-penicillamine @DRUG$ a @DRUG$ antidote and packed red cell transfusion .	The and was cell under aetiologic outcome symptomatic treatment : administration of D-penicillamine @DRUG$ a @DRUG$ antidote and packed red favourable transfusion .	outcome was favourable under aetiologic and symptomatic treatment : administration of D-penicillamine @DRUG$ a @DRUG$ antidote and packed red cell transfusion .	The outcome was favourable under aetiologic and symptomatic treatment : administration of D-penicillamine (@DRUG$) , an antidote and packed red cell transfusion .	1
0	Synergy studies with @DRUG$ plus beta-lactamase inhibitors or aminoglycosides against Enterobacteriaceae and @DRUG$. aeruginosa show enhanced killing.	Synergy studies with @DRUG$ summation beta-lactamase inhibitors or aminoglycosides against Enterobacteriaceae and @DRUG$ . aeruginosa show enhanced killing .	Synergy studies with @DRUG$ plus beta-lactamase inhibitors or aminoglycosides against Enterobacteriaceae aeruginosa @DRUG$ . and show enhanced killing .	Synergy studies with @DRUG$ plus beta-lactamase inhibitors aminoglycosides against Enterobacteriaceae @DRUG$ . show enhanced killing .	The combination of @DRUG$ and beta-lactamase inhibitors or aminoglycosides against Enterobacteriaceae and @DRUG$ . aeruginosa results in enhanced killing.	0
0	The treatments that are efficacious for the management of the different non-motor symptoms are as follows: pramipexole for the treatment of depressive symptoms, @DRUG$ for the treatment of psychosis, rivastigmine for the treatment of dementia, and botulinum toxin A (BTX-A) and BTX-B as well @DRUG$ glycopyrrolate for the treatment of sialorrhea.	The treatments that are efficacious for the direction of the unlike non-motor symptoms are as abide by : pramipexole for the treatment of depressive symptoms , @DRUG$ for the treatment of psychosis , rivastigmine for the treatment of dementedness , and botulinum toxin axerophthol ( BTX - axerophthol ) and BTX - B as swell @DRUG$ glycopyrrolate for the treatment of sialorrhea .	The treatments for are efficacious that the management of the different , symptoms psychosis as follows : pramipexole for the treatment of - symptoms , @DRUG$ for the treatment of are , rivastigmine for the treatment A dementia BTX and botulinum toxin of ( BTX - A ) and non-motor depressive B as well @DRUG$ glycopyrrolate for the treatment of sialorrhea .	The treatments that are efficacious for management of the different non-motor symptoms are as follows : pramipexole for treatment of symptoms @DRUG$ for the treatment of psychosis , rivastigmine the treatment of dementia , and botulinum toxin A ( BTX - A and BTX - B as well @DRUG$ glycopyrrolate for the treatment sialorrhea .	The treatments that are efficacious for the management of the different non-motor symptoms are as follows : pramipexole for the treatment of depressive symptoms , @DRUG$ for the treatment of psychosis , rivastigmine for the treatment of dementia , and botulinum toxin A (	1
0	A principal components analysis showed that affinities at the H(1), alpha(2A), alpha(2B), 5-HT(2A), 5-HT(2C), and @DRUG$(6) receptors were most highly correlated with the first principal component, and affinities for the @DRUG$(2), 5-HT(1A), and 5-HT(7) receptors were most highly correlated with the second principal component.	A principal part analysis showed that affinities at the H ( 1 ) , alpha ( 2A ) , alpha ( 2B ) , fivesome - HT ( 2A ) , fivesome - HT ( 2C ) , and @DRUG$ ( sixer ) sensory receptor were most extremely correlated with the first principal part , and affinities for the @DRUG$ (  ) , fivesome - HT ( 1A ) , and fivesome - HT ( 7 ) sensory receptor were most extremely correlated with the instant principal part .	A principal components analysis showed that affinities at ( H ( 1 6 , 2A ( 2A ) , alpha ( component ) ) 5 - HT ( alpha ) , 5 - HT ( 2C ) , and @DRUG$ ( ) ) receptors were most highly correlated with the first principal 2B , and affinities for ) @DRUG$ ( 2 ) , 5 - HT and 1A the , ( 5 - HT the 7 , receptors were most highly correlated with the second principal component .	A principal components analysis showed that affinities at the H ( 1 ) , alpha ( 2A ) , alpha ( 2B , 5 - HT ( ) , 5 - HT ( 2C ) , and @DRUG$ ( ) receptors were most highly correlated with the first principal component , and affinities for the @DRUG$ ( 2 ) , - HT ( 1A ) , and 5 - HT ( 7 ) receptors were most highly correlated with the second principal component .	The first principal component (PC1) accounted for the majority of the variance in the data and was highly correlated with the affinities at the H ( 1 ) , alpha ( 2A ) , alpha ( 2B ) , 5 - HT ( 2A ) , 5 - HT ( 2C	1
0	The safety and tolerability profile of insulin glulisine is also comparable to that of insulin lispro or RHI in type 1 or 2 @DRUG$ and it has been shown to be @DRUG$ safe and effective when used in a continuous subcutaneous insulin infusion (CSII).	The prophylactic and tolerability profile of insulin glulisine is besides comparable to that of insulin lispro or RHI in type 1 or 2 @DRUG$ and it has been shown to be @DRUG$ safe and efficacious when used in a continuous subcutaneous insulin extract ( CSII ) .	The safety and tolerability profile insulin insulin glulisine is also comparable to that used insulin lispro or RHI in type or 1 2 @DRUG$ and it has been shown to be @DRUG$ safe and effective when in of a continuous subcutaneous of infusion ( CSII ) .	The safety tolerability profile of insulin glulisine also comparable to that of insulin lispro or RHI in type 1 or @DRUG$ and it has been shown to be @DRUG$ safe and effective when used in a continuous subcutaneous insulin infusion ( CSII .	Insulin glulisine is just as safe and effective as insulin lispro or RHI when used in people with type 1 or 2 diabetes.	1
0	Of the 42 patients who @DRUG$ the inclusion criteria, 24 received bivalirudin, 13 received argatroban, and 5 received @DRUG$.	Of the 42 patients who @DRUG$ the inclusion criteria , 24 received bivalirudin ,  received argatroban , and v received @DRUG$ .	Of the 42 patients who @DRUG$ the inclusion , , 24 received bivalirudin , 13 received argatroban criteria and 5 received @DRUG$ .	Of the 42 patients who @DRUG$ the inclusion , 24 received bivalirudin , 13 received argatroban , and 5 received @DRUG$ .	Of the 42 patients who met the inclusion criteria, 24 received bivalirudin, 13 received argatroban, and 5 received @DRUG$.	1
0	The composite of the primary outcome and major bleeding at nine days favored @DRUG$ (737 events [7.3 percent] vs. 905 events [9.0 percent]; hazard ratio, 0.81; @DRUG$<0.001).	The composite plant of the primary outcome and major bleeding at nine days favored @DRUG$ ( 737 event [ 7.3 percentage ] vs. 905 event [ 9.0 percentage ] ; hazard ratio , 0.81 ; @DRUG$ <0.001 ) .	The composite ; the primary outcome and major bleeding at nine [ favored @DRUG$ 7.3 737 events [ ( percent ] vs. 905 events days 9.0 percent ] of hazard ratio , 0.81 ; @DRUG$ <0.001 ) .	The composite of primary outcome and major bleeding at nine days favored @DRUG$ ( 737 events [ 7.3 ] vs. 905 events [ 9.0 percent ] ; hazard ratio , 0.81 ; @DRUG$ <0.001 ) .	@DRUG$ was associated with a lower incidence of the composite outcome of primary outcome and major bleeding at nine days, compared to @DRUG$.	0
0	In contrast, @DRUG$ increased midazolam AUC by 1.25 +/- 0.11 (@DRUG$ < 0.05), and reduced oral clearance to 88 +/- 8% of control.	In contrast , @DRUG$ increased midazolam AUC by 1.25 +/- 0.11 ( @DRUG$ < 0.05 ) , and decoct viva voce clearance to 88 +/- 8 % of control .	In contrast , @DRUG$ increased midazolam AUC , 1.25 +/- 0.11 ( @DRUG$ < 0.05 and by ) reduced oral clearance to 88 +/- 8 % of control .	In contrast , @DRUG$ increased midazolam AUC by 1.25 +/- 0.11 @DRUG$ < 0.05 ) , and reduced oral clearance to +/- 8 % of control .	@DRUG$ increased midazolam AUC by 1.25 +/- 0.11 ( @DRUG$ < 0.05 ) , and reduced oral clearance to 88 +/- 8 % of control .	0
0	@DRUG$ is an orally active, non-peptide, nonsulfhydryl angiotensin-converting enzyme (ACE) inhibitor that acts potently and specifically to interrupt the conversion of angiotensin I to @DRUG$ in both plasma and tissue.	@DRUG$ is an orally active , non-peptide , nonsulfhydryl angiotensin-converting enzyme ( ace ) inhibitor that acts powerfully and specifically to interrupt the conversion of angiotonin I to @DRUG$ in both plasma and tissue .	@DRUG$ and an orally active , non-peptide ) nonsulfhydryl and enzyme ( ACE , inhibitor that acts potently angiotensin-converting specifically to interrupt the conversion of angiotensin I to @DRUG$ in both plasma is tissue .	@DRUG$ is an orally active , non-peptide nonsulfhydryl angiotensin-converting enzyme ( ACE ) inhibitor that acts potently specifically to interrupt the conversion of angiotensin I @DRUG$ in plasma and tissue .	@DRUG$ is a drug that inhibits the conversion of angiotensin I to @DRUG$ in both plasma and tissue. It is a non-peptide, nonsulfhydryl ACE inhibitor that acts potently and specifically.	0
0	Cumulative concentration-response curves were established for @DRUG$ (5-HT), noradrenaline (NA), @DRUG$ (DHCO), dihydroergocristine (DHEC), dihydro-alpha-ergokryptine (DH alpha E), dihydro-beta-ergokryptine (DH beta E) and CODE.	Cumulative concentration - answer curves were established for @DRUG$ ( five - HT ) , norepinephrine ( NA ) , @DRUG$ ( DHCO ) , dihydroergocristine ( DHEC ) , dihydro- alpha- ergokryptine ( DH alpha E ) , dihydro- beta-ergokryptine ( DH beta E ) and encipher .	Cumulative concentration - response , were established for @DRUG$ ( 5 - HT ) ( noradrenaline ( NA ) curves @DRUG$ ( DHCO ) , dihydroergocristine , DHEC ) beta-ergokryptine dihydro- dihydro- ergokryptine ( DH alpha E ) , alpha- , ( DH beta E ) and CODE .	Cumulative - response curves were for @DRUG$ ( 5 - HT ) , noradrenaline ) , @DRUG$ ( DHCO ) , dihydroergocristine ( DHEC ) , dihydro- alpha- ergokryptine ( DH alpha ) , dihydro- ( beta E ) and CODE .	The concentration of @DRUG$ affects the response to @DRUG$, and the concentration of DRUGB affects the response to DRUGA.	0
1	Secondary objectives included comparing @DRUG$ with comparators for other lipid modifications and achievement of National @DRUG$ Education Program Adult Treatment Panel III and Joint European Task Force LDL cholesterol goals.	Secondary object lens included comparing @DRUG$ with comparators for other lipid modifications and achievement of National @DRUG$ Education Program Adult handling Panel III and Joint European Task Force LDL cholesterol goal .	Secondary and included comparing @DRUG$ with comparators Task other and modifications objectives achievement of National @DRUG$ Education Program Adult Treatment Panel III lipid Joint European for Force LDL cholesterol goals .	objectives included comparing @DRUG$ with comparators for other lipid modifications and achievement National @DRUG$ Education Program Adult Treatment Panel III and Joint European Task Force LDL cholesterol .	@DRUG$ was compared with other lipid modifications and achievement of National @DRUG$ Education Program Adult Treatment Panel III and Joint European Task Force LDL cholesterol goals.	0
0	An analysis has been made on available experimental and clinical data on @DRUG$ which not only is an effective and well tolerated antihypertensive agent, but also lowers the activities of the renin-@DRUG$ system and sympathetic nervous system.	An analysis has been made on available observational and clinical data point on @DRUG$ which not only is an in force and well tolerated antihypertensive agent , but also lowers the activities of the renin-@DRUG$ system and sympathetic nervous system .	is analysis , been made on available experimental and An data on @DRUG$ which not only clinical an effective and well tolerated antihypertensive agent has but also lowers the activities of the renin-@DRUG$ system and sympathetic nervous system .	An analysis has been made on available experimental and clinical data on @DRUG$ which not only is effective and well tolerated antihypertensive agent , but also lowers the activities of the renin-@DRUG$ system and sympathetic nervous .	@DRUG$ is an effective and well tolerated antihypertensive agent that also lowers the activities of the renin-@DRUG$ system and sympathetic nervous system.	0
0	XR9576 displayed specific high-affinity binding to @DRUG$-gp (Bmax = 275 pmol @DRUG$-1, Kd = 5.1 nM).	XR9576 displayed specific high - chemical attraction binding to @DRUG$ - gp ( Bmax = 275 pmol @DRUG$ -1 , Kd = 5.1 nm ) .	XR9576 displayed specific Kd - affinity binding high @DRUG$ - gp ( Bmax = 275 pmol @DRUG$ -1 , to = 5.1 nM ) .	XR9576 displayed high - affinity binding to @DRUG$ - gp ( = 275 pmol @DRUG$ -1 , Kd = 5.1 nM .	XR9576 displayed specific high - affinity binding to @DRUG$ - gp ( Bmax = 275 pmol @DRUG$ -1 , Kd = 5.1 nM ) ."This means that XR9576 binds specifically to DRUGA with a high affinity and that	0
1	Although the incidence of GI adverse events with @DRUG$ was similar to those of comparator NSAIDs in individual clinical trials, withdrawal rates due to these events were significantly lower with aceclofenac than with @DRUG$ and tenoxicam.	Although the incidence of GI adverse events with @DRUG$ was similar to those of comparator nsaid in individual clinical visitation , withdrawal rates imputable to these events were significantly lower with aceclofenac than with @DRUG$ and tenoxicam .	Although the incidence of GI adverse events with @DRUG$ was similar to of those comparator NSAIDs in individual clinical trials , withdrawal rates due to these and with significantly lower were aceclofenac than with @DRUG$ events tenoxicam .	Although incidence of GI events with @DRUG$ was similar to those of comparator NSAIDs in individual clinical trials , rates due to these events were significantly lower with aceclofenac than with @DRUG$ tenoxicam .	@DRUG$ is similar to other NSAIDs in terms of the incidence of GI adverse events, but withdrawals due to these events are significantly lower with aceclofenac than with @DRUG$ and tenoxicam.	0
0	In a multicentre study, 146 peptic ulcer patients who had recently healed with H2 antagonists (38 gastric, 108 duodenal ulcers) received randomly for a year one of the following mucosal protecting antiulcer drugs: @DRUG$ aluminium salt (AAL), zinc acexamate (ZAC) and @DRUG$ (MAG).	hoosier state a multicentre study , 146 peptic ulcer patients who had recently cure with H2 antagonists ( 38 gastric , 108 duodenal ulcers ) received randomly for a class one of the following mucosal protect antiulcer drug : @DRUG$ aluminium salt ( AAL ) , zinc acexamate ( ZAC ) and @DRUG$ ( MAG ) .	In a multicentre study and 146 peptic ulcer patients who had recently healed with H2 antagonists for 38 zinc , 108 duodenal ulcers ) received randomly ( a year one of the following mucosal protecting antiulcer drugs ZAC @DRUG$ aluminium salt ( gastric ) , AAL acexamate ( : ) , @DRUG$ ( MAG ) .	In a multicentre study peptic patients who had recently healed with H2 ( gastric , 108 duodenal ulcers ) randomly for a year one of the following mucosal protecting antiulcer drugs : @DRUG$ aluminium salt ( AAL ) , zinc acexamate ZAC ) and @DRUG$ ( MAG	Some patients were given @DRUG$, some were given ZAC, and some were given MAG.	1
0	A HPLC method with diode-array detection, at 265 nm, was developed and validated for the determination of ten sulfonamides (SAs): sulfadiazine (SDZ), sulfathiazine (STZ), sulfamethoxine (SMTH), @DRUG$ (SMZ), sulfamethoxypyridazine (SMPZ), sulfamonomethoxine (SMMX), sulfamethoxazole (SMXZ), sulfisoxazole (SIX), sulfadimethoxine (SDMX), and sulfaquinoxaline (SQX) in @DRUG$.	angstrom unit HPLC method with diode-array detection , at 265 new mexico , was developed and validate for the finding of tenner sulfonamides ( special air service ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , @DRUG$ ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX ) , sulfamethoxazole ( SMXZ ) , gantrisin ( SIX ) , sulfadimethoxine ( SDMX ) , and sulfaquinoxaline ( SQX ) in @DRUG$ .	A HPLC for with diode-array detection , at determination nm , was developed and validated method the ) of ten sulfonamides ) SAs ) : sulfadiazine ( SDZ ) , sulfathiazine sulfisoxazole , ( , sulfamethoxine ( SMTH ) , @DRUG$ ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) STZ ) ( SMMX 265 , sulfamethoxazole ( SMXZ ) , ( ( SIX sulfamonomethoxine , sulfadimethoxine ( SDMX ) , and sulfaquinoxaline ( SQX ) in @DRUG$ .	A HPLC with diode-array detection , at nm , developed validated for the determination of ten sulfonamides ( SAs : sulfadiazine ( SDZ , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , @DRUG$ SMZ ) , ( SMPZ ) , sulfamonomethoxine ( SMMX , sulfamethoxazole ( SMXZ ) sulfisoxazole ( SIX ) , sulfadimethoxine ( SDMX ) , and sulfaquinoxaline ( SQX ) in @DRUG$ .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH )	1
0	Circulating levels of @DRUG$, cortisol and aldosterone were similar for both control and @DRUG$-fed steers.	Circulating levels of @DRUG$ , hydrocortisone and aldosterone were similar for both control and @DRUG$ - fed steers .	Circulating levels of @DRUG$ , cortisol and aldosterone - similar for both control and @DRUG$ were fed steers .	Circulating levels @DRUG$ , cortisol and aldosterone similar for both control @DRUG$ - fed steers .	The levels of @DRUG$ were similar in steers that had been fed @DRUG$ and in steers that had not been fed DRUGB.	0
0	On endothelial cells, thrombin-cleaved @DRUG$ (PSt) as well as protein S in complex with C4b-binding protein (C4BP) inhibited prothrombinase activity to the same extent @DRUG$ protein S did.	On endothelial cells , thrombin-cleaved @DRUG$ ( pacific time ) as well as protein S in coordination compound with C4b- binding protein ( C4BP ) inhibited factor x activity to the same extent @DRUG$ protein S did .	On ) cells , well @DRUG$ ( PSt protein as thrombin-cleaved as protein S in complex with C4b- binding ) ( C4BP endothelial inhibited prothrombinase activity to the same extent @DRUG$ protein S did .	On endothelial cells , thrombin-cleaved @DRUG$ ( PSt as well protein S complex with C4b- binding protein ( C4BP ) inhibited prothrombinase activity to the same extent @DRUG$ protein S did .	Thrombin-cleaved @DRUG$ ( PSt ) as well as protein S in complex with C4b- binding protein ( C4BP ) inhibited prothrombinase activity to the same extent @DRUG$ protein S did .	0
0	Little is known about the potential for relebactam or vaborbactam to select for resistance; however, inactivation of the porin protein OmpK36 in K. pneumoniae has been reported to confer resistance to both imipenem-@DRUG$ and @DRUG$-vaborbactam.	Little is love about the potential for relebactam or vaborbactam to pick out for immunity ; however , deactivation of the porin protein OmpK36 in K. pneumoniae has been reported to confer immunity to both imipenem - @DRUG$ and @DRUG$ - vaborbactam .	Little is known about the potential for relebactam or vaborbactam to select for resistance ; however , inactivation to OmpK36 porin protein both in and pneumoniae has been reported of confer resistance to the imipenem - @DRUG$ K. @DRUG$ - vaborbactam .	Little is known about potential for relebactam or vaborbactam to select for resistance ; however , inactivation of the protein in K. pneumoniae has been reported to confer resistance to both imipenem - @DRUG$ and @DRUG$ - vaborbactam .	Little is known about the potential for relebactam or vaborbactam to select for resistance; however, inactivation of the porin protein OmpK36 in K. pneumoniae has been reported to confer resistance to both imipenem-@DRUG$ and @DRUG$	0
0	This report reviews the safety of Aluminum, Calcium, Lithium Magnesium, Lithium Magnesium Sodium, Magnesium Aluminum, Magnesium, Sodium Magnesium, and Zirconium Silicates, Magnesium Trisilicate, Attapulgite, @DRUG$, Fuller's Earth, Hectorite, Kaolin, @DRUG$, Pyrophyllite, and Zeolite as used in cosmetic formulations.	This composition reviews the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium sodium , Magnesium Aluminum , Magnesium , sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , Attapulgite , @DRUG$ , richard buckminster fuller 's Earth , Hectorite , terra alba , @DRUG$ , Pyrophyllite , and Zeolite as ill used in cosmetic formulations .	This report reviews the , of Aluminum , Lithium , , Magnesium , Lithium Magnesium Sodium safety Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate Calcium used , @DRUG$ , Fuller 's Earth , Hectorite , Kaolin , @DRUG$ , Pyrophyllite , and Zeolite as Attapulgite in cosmetic formulations .	This report reviews the safety of Aluminum , Calcium , Magnesium , Magnesium Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , Zirconium Silicates , Magnesium Trisilicate , Attapulgite , @DRUG$ , Fuller 's Earth , Hectorite , Kaolin , @DRUG$ , Pyrophyllite , and Zeolite used in cosmetic formulations .	This report reviews the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , Attapulgite , Fuller 's Earth , Hector	1
0	The intestinal absorption of M-A, M-B, and Cy-C was passive diffusion @DRUG$ the dominating process and Cy-C was partly @DRUG$-dependent.	The intestinal absorption of M-A , M-B , and Cy-C was passive diffusion @DRUG$ the peremptory process and Cy- vitamin c was partly @DRUG$ - dependent .	The intestinal absorption of M-A the M-B , and C was passive diffusion @DRUG$ , dominating process and Cy- Cy-C was partly @DRUG$ - dependent .	The intestinal absorption M-A , M-B , and Cy-C was passive diffusion @DRUG$ the dominating process and Cy- C was partly @DRUG$ - dependent .	M-A, M-B, and Cy-C were all absorbed through passive diffusion, with @DRUG$ being the dominant process. However, Cy-C was also absorbed through @DRUG$, to a lesser extent.	0
0	Quantitation of @DRUG$ in @DRUG$ tissue by thin-layer chromatography.	Quantitation of @DRUG$ in @DRUG$ tissue by thin - level chromatography .	Quantitation of @DRUG$ in @DRUG$ tissue by thin - chromatography layer .	Quantitation of @DRUG$ in @DRUG$ tissue by thin - layer chromatography .	The amount of @DRUG$ in @DRUG$ tissue can be measured by using thin-layer chromatography.	0
0	IP6 plus @DRUG$ enhances the anticancer effect of conventional chemotherapy, controls cancer metastases, and improves the quality of life, @DRUG$ shown in a pilot clinical trial.	IP6 summation @DRUG$ enhances the anticancer effect of conventional chemotherapy , controls cancer metastasis , and improves the quality of life , @DRUG$ shown in a cowcatcher clinical trial .	IP6 effect @DRUG$ enhances the anticancer a of conventional chemotherapy , controls cancer metastases , and improves the quality plus life , @DRUG$ shown in of pilot clinical trial .	IP6 plus @DRUG$ enhances the effect of conventional chemotherapy , controls cancer , and improves the quality of life , @DRUG$ shown in a pilot clinical trial .	IP6 plus @DRUG$ enhances the anticancer effect of conventional chemotherapy, controls cancer metastases, and improves the quality of life.	1
1	@DRUG$ does not have significant effects on plasma levels of HMG-CoA reductase inhibitors commonly known as statins (atorvastatin, fluvastatin, lovastatin, pitavastatin, pravastatin, rosuvastatin, simvastatin), fibric acid derivatives (gemfibrozil, fenofibrate), digoxin, @DRUG$, warfarin and triphasic oral contraceptives (ethinylestradiol and levonorgestrel).	@DRUG$ does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , lescol , lovastatin , pitavastatin , pravachol , rosuvastatin , simvastatin ) , fibric acerb differential ( lopid , fenofibrate ) , digoxin , @DRUG$ , warfarin and triphasic oral contraceptives ( ethinylestradiol and levonorgestrel ) .	@DRUG$ does ) have significant effects on plasma levels of HMG - CoA commonly inhibitors reductase known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , pravastatin , rosuvastatin not digoxin ) ethinylestradiol fibric acid derivatives ( gemfibrozil , fenofibrate , , simvastatin , @DRUG$ , warfarin and triphasic oral contraceptives ( , and levonorgestrel ) .	@DRUG$ does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin fluvastatin , lovastatin pitavastatin , , simvastatin ) , fibric acid ( , fenofibrate ) , digoxin , @DRUG$ , warfarin and triphasic oral contraceptives ( ethinylestradiol and levonorgestrel ) .	@DRUG$ does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , pravastatin , rosuvastatin , simv	1
0	LY248686 in vivo could effectively antagonize the @DRUG$-chloroamphetamine-induced decreases of 5-HT uptake and levels of @DRUG$ and 5-hydroxyindoleacetic acid in cerebral cortex, and block the accumulation of 14C-NE in rat hearts.	LY248686 in vivo could effectively antagonize the @DRUG$ - chloroamphetamine - induced decreases of 5 - HT uptake and charge of @DRUG$ and 5 - hydroxyindoleacetic bitter in cerebral cortex , and block the accumulation of 14C - northeastward in puke hearts .	cortex in vivo could effectively antagonize - @DRUG$ - chloroamphetamine the induced decreases of 5 - HT uptake and acid of @DRUG$ and 5 - hydroxyindoleacetic levels in cerebral LY248686 , and rat the accumulation of 14C - NE in block hearts .	LY248686 in vivo could effectively antagonize the @DRUG$ - chloroamphetamine - induced decreases of 5 - HT uptake and levels of @DRUG$ and 5 - hydroxyindoleacetic acid in cerebral cortex and block the accumulation of 14C - NE hearts	LY248686 in vivo could effectively antagonize the @DRUG$ - chloroamphetamine - induced decreases of 5 - HT uptake and levels of @DRUG$ and 5 - hydroxyindoleacetic acid in cerebral cortex , and block the accumulation of 14C - NE in rat hearts .	0
1	In patients with @DRUG$-related liver disease, the elimination half-life of diphenhydramine was increased from 9 to 15 hours, while in patients with chronic renal disease that of @DRUG$ was very greatly prolonged.	In patients with @DRUG$ - related liver disease , the elimination half - life of benadryl was increased from niner to 15 hours , while in patients with continuing renal disease that of @DRUG$ was very greatly prolonged .	In patients with @DRUG$ very related liver disease , the elimination renal - life of diphenhydramine was increased from 9 15 to hours , while in patients with chronic half disease that of @DRUG$ was - greatly prolonged .	In patients @DRUG$ related liver disease , the elimination half - life of diphenhydramine increased from 9 to 15 hours , while patients with chronic renal disease that @DRUG$ was very greatly prolonged .	In patients with @DRUG$ - related liver disease , the elimination half - life of diphenhydramine was increased from 9 to 15 hours , while in patients with chronic renal disease that of @DRUG$ was very greatly prolonged ."In patients with DRUGA-related liver disease,	0
0	Studies with cultured neurons indicate that @DRUG$ blocks repetitive firing of voltage-sensitive sodium channels and reduces voltage-sensitive T-type calcium currents without affecting @DRUG$-type calcium currents.	Studies with cultured neurons indicate that @DRUG$ blocks repetitive firing of electric potential -sensitive na channels and tighten electric potential -sensitive T-type calcium currents without affecting @DRUG$ - type calcium currents .	calcium Studies cultured neurons indicate that @DRUG$ blocks repetitive voltage of firing -sensitive sodium channels and reduces voltage -sensitive T-type with currents without affecting @DRUG$ - type calcium currents .	Studies with cultured neurons indicate that @DRUG$ blocks repetitive firing of voltage -sensitive sodium channels and reduces voltage T-type calcium currents without affecting @DRUG$ type calcium currents .	@DRUG$ blocks repetitive firing of voltage -sensitive sodium channels and reduces voltage -sensitive T-type calcium currents without affecting @DRUG$ - type calcium currents .	0
0	Twelve neutral free amino acids, i.e. serine, threonine, glutamine, asparagine, alanine, proline, @DRUG$, tyrosine, @DRUG$, leucine, isoleucine and phenylalanine, were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	Twelve indifferent free amino acids , i.e. serine , threonine , glutamine , asparagine , alanine , proline , @DRUG$ , tyrosine , @DRUG$ , leucine , isoleucine and phenylalanine , were surveyed for the presence of D-enantiomers in blood plasma samples from patient with nephritic diseases and from formula subjects .	in for free amino acids , i.e. serine isoleucine threonine , glutamine , asparagine , alanine , proline , @DRUG$ , tyrosine , @DRUG$ , leucine , , and phenylalanine , were surveyed neutral the presence from D-enantiomers Twelve plasma samples of patients with renal diseases and from normal subjects .	neutral free amino acids , i.e. serine , threonine , glutamine , asparagine , alanine , proline , @DRUG$ , @DRUG$ , leucine , and phenylalanine , were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and normal subjects .	Twelve neutral free amino acids were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	1
0	This was confirmed in human positron emission tomography studies, in which [(11)C]@DRUG$ uptake following a single dose of 1 @DRUG$ MRK-409 was comparable to that of placebo, indicating that occupancy of GABA(A) receptor benzodiazepine binding sites by MRK-409 was below the limits of detection (i.e. <10%).	This was substantiate in human positron emission tomography field of study , in which [ ( 11 ) vitamin c ] @DRUG$ uptake stick with a single dose of 1 @DRUG$ MRK - 409 was comparable to that of placebo , indicating that occupancy of gamma aminobutyric acid ( amp ) receptor benzodiazepine binding sites by MRK - 409 was below the limits of detection ( i.e. < 10 % ) .	This was confirmed that human positron ( studies tomography , in which [ ( 11 ) C ] @DRUG$ uptake following a single dose of 1 @DRUG$ MRK - 409 was comparable sites < of % , indicating that occupancy of GABA emission A ) receptor benzodiazepine binding to by MRK - 409 was below the limits of detection ( i.e. in 10 placebo ) .	This was confirmed positron emission studies , in which [ ( 11 ) C ] @DRUG$ uptake a single dose of 1 @DRUG$ MRK 409 was comparable to that of placebo , that of GABA ( A ) receptor benzodiazepine sites by MRK 409 was limits of detection ( i.e. 10 % ) .	The uptake of [ ( 11 ) C ] @DRUG$ following a single dose of 1 @DRUG$ MRK - 409 was comparable to that of placebo, indicating that occupancy of GABA ( A ) receptor benzodiazepine binding sites by MRK - 409 was below the limits of detection ( i	0
0	Triflusal parameters derived from the test and reference drug were as follows: Cmax (16.85 +/- 11.41 vs 14.48 +/- 7.22 mg/@DRUG$), AUC0-t (18.43 +/- 10.91 vs 16.22 +/- 7.58 @DRUG$/l per hour), Tmax (1 range 0.25-2h vs 0.875 range 0.25-1.5 h), and t(1/2) (0.49 +/- 00.27 vs 0.76 +/- 0.64).	Triflusal parameter derived from the quiz and denotation drug were as follows : Cmax ( 16.85 +/- 11.41  14.48 +/- 7.22 mg / @DRUG$ ) , AUC0 -t ( 18.43 +/- 10.91  16.22 +/- 7.58 @DRUG$ / l per hour ) , Tmax ( one tramp 0.25 - 2h  0.875 tramp 0.25 - 1.5 plancks constant ) , and t( 1/2 ) ( 0.49 +/- 00.27  0.76 +/- 0.64 ) .	Triflusal +/- derived from the test / reference - were as follows : Cmax ( 16.85 -t ) vs 14.48 parameters 7.22 mg / @DRUG$ 11.41 , AUC0 +/- ( 18.43 +/- 10.91 vs 16.22 +/- 7.58 @DRUG$ and l per hour ) , vs ( 1 range 0.25 drug 2h vs 0.875 range 0.25 - 1.5 +/- ) , and t( 1/2 ) ( 0.49 h 00.27 Tmax 0.76 +/- 0.64 ) .	Triflusal derived from the and reference drug were as follows : Cmax ( 16.85 +/- vs 14.48 +/- mg / @DRUG$ ) , AUC0 -t ( 18.43 +/- 10.91 vs 16.22 +/- 7.58 @DRUG$ / l per hour ) , ( 1 range 0.25 - 2h vs 0.875 range 0.25 - 1.5 ) , and t( 1/2 ) 0.49 +/- 00.27 vs 0.76 +/- 0.64 ) .	The maximum concentration of triflusal was 16.85 +/- 11.41 mg / @DRUG$ compared to 14.48 +/- 7.22 mg / @DRUG$ . The area under the curve to the last measurable point was 18.43 +/- 10.91 DRUGB / l per	0
0	Acetaminophen, 4 nonsteroidal anti-inflammatory drugs (NSAIDs) (ibuprofen, acetylsalicylic acid [ASA], naproxen sodium, and diclofenac @DRUG$), and 7 triptans (almotriptan, eletriptan, frovatriptan, naratriptan, rizatriptan, sumatriptan, and @DRUG$) have good evidence for efficacy and form the core of acute migraine treatment.	Acetaminophen , 4 nonsteroid anti-inflammatory drugs ( NSAIDs ) ( ibuprofen , acetylsalicylic acid [ ASA ] , naprosyn sodium , and diclofenac @DRUG$ ) , and septet triptans ( almotriptan , eletriptan , frovatriptan , naratriptan , rizatriptan , sumatriptan , and @DRUG$ ) have right evidence for efficaciousness and form the core of acute migraine treatment .	Acetaminophen NSAIDs naratriptan nonsteroidal anti-inflammatory drugs ( , ) ( ibuprofen , acetylsalicylic acid [ ASA ] , naproxen sodium , and rizatriptan @DRUG$ ) , and 7 triptans ( almotriptan , acute , frovatriptan , 4 , , diclofenac sumatriptan , and @DRUG$ ) have good evidence for efficacy and form the core of eletriptan migraine treatment .	Acetaminophen , 4 nonsteroidal anti-inflammatory drugs ( NSAIDs ( ibuprofen , acetylsalicylic [ ASA ] , naproxen sodium , and diclofenac @DRUG$ ) , and triptans ( almotriptan , eletriptan , frovatriptan naratriptan , rizatriptan , sumatriptan , and @DRUG$ ) good evidence for efficacy and form the core of acute migraine .	There is good evidence that acetaminophen, ibuprofen, ASA, naproxen sodium, and diclofenac are effective for treating acute migraine, and these drugs form the core of treatment for this condition.	1
1	Data were analysed using a stratified logrank analysis with results expressed @DRUG$ hazard ratios (HR) and 95% confidence intervals (95% CI), where a HR>1 indicates an event is more likely to occur earlier on phenobarbitone than @DRUG$.	Data were analysed exploitation a stratified logrank analysis with upshot expressed @DRUG$ hazard ratios ( HR ) and 95 % confidence intervals ( 95 % CI ) , where a HR >1 indicates an effect is more likely to occur earliest on phenobarbitone than @DRUG$ .	Data were analysed using a stratified ( analysis with results expressed @DRUG$ hazard ratios ( HR ) and 95 % confidence intervals logrank 95 event CI an , where >1 HR a indicates ) % is more likely to occur earlier on phenobarbitone than @DRUG$ .	Data were analysed using stratified logrank analysis with results expressed @DRUG$ hazard ratios HR and 95 % confidence intervals ( 95 % CI ) , a HR >1 indicates an event is more likely to occur earlier on phenobarbitone than @DRUG$ .	The event (i.e. death) is more likely to occur earlier on phenobarbitone than @DRUG$ .	1
0	The thiocarbamate antimycotics @DRUG$ and tolciclate blocked @DRUG$ biosynthesis in fungal cells and cell extracts, with accumulation of squalene.	The thiocarbamate antimycotics @DRUG$ and tolciclate blocked @DRUG$ biosynthesis in fungal prison cell and cell press out , with accumulation of squalene .	of thiocarbamate antimycotics @DRUG$ and tolciclate blocked @DRUG$ biosynthesis in fungal cells and cell accumulation , with extracts The squalene .	The thiocarbamate antimycotics @DRUG$ and tolciclate blocked @DRUG$ biosynthesis in fungal and cell extracts with accumulation of squalene .	@DRUG$ and tolciclate blocked @DRUG$ biosynthesis in fungal cells and cell extracts, with accumulation of squalene.	0
0	@DRUG$ and @DRUG$.	@DRUG$ and @DRUG$ .	@DRUG$ and @DRUG$ .	@DRUG$ and @DRUG$ .	@DRUG$ is a type of @DRUG$ .	0
0	Rapid and sensitive indirect competitive enzyme-linked immunosorbent assays (ic-ELISA) and gold nanoparticle immunochromatographic strip tests were developed to detect @DRUG$ (TAP), florfenicol (FF) and @DRUG$ (CAP) in milk and honey samples.	Rapid and sensible collateral competitive enzyme-linked immunosorbent assays ( national intelligence community - ELISA ) and gold nanoparticle immunochromatographic strip tests were developed to detect @DRUG$ ( TAP ) , florfenicol ( FF ) and @DRUG$ ( pileus ) in milk and honey samples .	Rapid and florfenicol indirect competitive enzyme-linked ) assays ( ic - ELISA ) and gold nanoparticle immunochromatographic strip tests , developed to detect @DRUG$ ( FF ) were sensitive ( TAP ) and @DRUG$ ( CAP immunosorbent in milk and honey samples .	Rapid and indirect competitive enzyme-linked immunosorbent assays ( ic - ELISA ) and gold nanoparticle immunochromatographic strip tests were developed to @DRUG$ TAP ) , florfenicol ( FF ) and @DRUG$ ( CAP ) in milk and honey samples .	The two substances are related in that they can both be detected using indirect competitive enzyme-linked immunosorbent assays ( ic - ELISA ) and gold nanoparticle immunochromatographic strip tests.	1
0	We used some different monosaccharides and determined that @DRUG$, galactose and alpha-methylglucopyranoside trigger the secretion, while mannitol and @DRUG$ do not.	We expend some different monosaccharides and determined that @DRUG$ , galactose and alpha-methylglucopyranoside trigger the secernment , while mannitol and @DRUG$ do not .	and used some different monosaccharides and not that @DRUG$ , galactose We alpha-methylglucopyranoside trigger the secretion , while mannitol and @DRUG$ do determined .	We used some different monosaccharides and determined that @DRUG$ , and alpha-methylglucopyranoside trigger the secretion , while mannitol and @DRUG$ do not .	@DRUG$ triggers the secretion of @DRUG$, while mannitol does not.	0
0	Nitrate reduction to @DRUG$, nitric oxide and @DRUG$ by gut bacteria under physiological conditions.	nitrate reduction to @DRUG$ , nitric oxide and @DRUG$ by gut bacteria under physiological conditions .	Nitrate reduction to @DRUG$ , oxide nitric and @DRUG$ by gut bacteria under physiological conditions .	reduction to @DRUG$ , nitric oxide and @DRUG$ by gut bacteria under physiological conditions	Nitrate reduction to @DRUG$ and nitric oxide by gut bacteria under physiological conditions.	1
0	In its fully reduced form (@DRUG$), folate serves @DRUG$ a 1-carbon donor for synthesis of purines and thymidine as well as in the remethylation cycle of homocysteine to methionine.	in its fully reduced form ( @DRUG$ ) , folic acid serves @DRUG$ a 1 - carbon donor for synthesis of purines and thymidine as advantageously as in the remethylation cycle of homocysteine to methionine .	thymidine its folate reduced form ( @DRUG$ ) , and serves @DRUG$ a 1 - carbon donor for synthesis of purines fully In as well as in the remethylation cycle of homocysteine to methionine .	In its fully reduced form ( @DRUG$ ) , folate serves @DRUG$ a 1 - carbon donor for synthesis purines and thymidine as well in the cycle of homocysteine to methionine .	@DRUG$ is a necessary component for the synthesis of purines and thymidine, as well as in the remethylation cycle of homocysteine to methionine.	1
0	After single intracaecal administration of [14C]rhein (25 mg kg-1) and [14C]@DRUG$ anthrone (20 @DRUG$ kg-1) to rats, the summated recovery rates of 14C after five days were in urine 37(+/- 8.3)% and 2.8(+/- 0.4)% and in faeces 53(+/- 9.5)% and 95 (+/- 10.1)%, respectively.	After single intracaecal presidential term of [ fourteen C ] rhine river ( 25 mg kg - 1 ) and [ 14C ] @DRUG$ anthrone (  @DRUG$ kg - 1 ) to rats , the tot recovery rates of 14C after five spot days were in piddle 37 ( +/- 8.3 ) % and 2.8( +/- 0.4 ) % and in faeces 53 ( +/- 9.5 ) % and 95 ( +/- 10.1 ) % , respectively .	After single and administration to [ 14 C ] rhein ( 25 mg kg - 1 ) and [ 14C the @DRUG$ anthrone ( intracaecal @DRUG$ kg - 1 ) of rats , 37 summated recovery rates of urine after five ) were in 14C ] ( +/- 8.3 ) % and 2.8( +/- 0.4 days % 20 in faeces 53 ( +/- 9.5 ) % and 95 ( +/- 10.1 ) % , respectively .	After single intracaecal administration of 14 C ] 25 mg kg - 1 ) and [ 14C ] @DRUG$ anthrone ( 20 @DRUG$ kg - 1 ) to rats the summated recovery rates of 14C five days were in urine 37 ( +/- 8.3 ) % and 2.8( +/- 0.4 ) % and in faeces 53 ( +/- 9.5 ) and 95 ( +/- 10.1 ) % , respectively .	After single intracaecal administration of [ 14 C ] rhein ( 25 mg kg - 1 ) and [ 14C ] @DRUG$ anthrone ( 20 @DRUG$ kg - 1 ) to rats , the summated recovery rates of 14C after five days were in urine 37 (	0
0	Four healthy fasting and nonfasting male subjects received, in a crossover fashion, a single 100-mg dose of microcrystalline nitrofurantoin @DRUG$ an aqueous suspension, three different compressed tablets, and a single 100-mg dose of macrocrystalline @DRUG$ in a capsule.	Four healthy fasting and nonfasting manlike subjects received , in a crossover fashion , a single 100 - mg dose of microcrystalline macrodantin @DRUG$ an aqueous suspension , leash different compressed tablets , and a single 100 - mg dose of macrocrystalline @DRUG$ in a space capsule .	Four , fasting and nonfasting male subjects received , in a crossover fashion , 100 single , tablets mg dose of microcrystalline nitrofurantoin @DRUG$ an aqueous suspension healthy three different compressed - a and a single 100 - mg dose of macrocrystalline @DRUG$ in a capsule .	Four healthy fasting nonfasting male received , in a crossover fashion , a single 100 mg dose of microcrystalline nitrofurantoin @DRUG$ an suspension , compressed tablets , and a single 100 - mg dose of macrocrystalline @DRUG$ in capsule .	Four healthy fasting and nonfasting male subjects received a single 100-mg dose of microcrystalline nitrofurantoin @DRUG$ an aqueous suspension, three different compressed tablets, and a single 100-mg dose of macrocrystalline @DRUG$ in a capsule.	0
0	The electron transfer from @DRUG$ and its N-methyl as well @DRUG$ N-phenyl substituted derivatives (N-methylaniline, N,N-dimethylaniline, diphenylamine, triphenylamine) to parent solvent radical cations was studied by electron pulse radiolysis in n-butyl chloride solution.	The electron transfer from @DRUG$ and its N-methyl as well @DRUG$ N-phenyl substituted derivatives ( N- methylaniline , due north , due north - dimethylaniline , diphenylamine , triphenylamine ) to parent result root cations was studied by electron pulsation radiolysis in n-butyl chloride solution .	The electron transfer by @DRUG$ and its N-methyl as , @DRUG$ N-phenyl substituted derivatives ( N- methylaniline , N , N - well dimethylaniline diphenylamine , triphenylamine ) studied parent solvent radical cations was to from electron pulse radiolysis in n-butyl chloride solution .	The electron transfer from @DRUG$ and its N-methyl as well @DRUG$ N-phenyl substituted derivatives ( N- methylaniline , N , N - dimethylaniline , diphenylamine , triphenylamine ) to parent solvent radical cations was studied by radiolysis in chloride solution .	The electron transfer from @DRUG$ and its N-methyl as well @DRUG$ N-phenyl substituted derivatives ( N- methylaniline , N , N - dimethylaniline , diphenylamine , triphenylamine ) to parent solvent radical cations was studied by	0
0	The different pharmacological properties of @DRUG$(@DRUG$) channels from beta cells compared with those from cardiac, smooth and skeletal muscle, are accounted for by the expression of alternative types of sulphonylurea receptor, with non-identical drug binding sites.	The different pharmacological properties of @DRUG$ ( @DRUG$ ) impart from beta cells compared with those from cardiac , smooth and skeletal muscle , are accounted for by the expression of alternative type of sulphonylurea sense organ , with non-identical drug bind sites .	The different pharmacological types receptor @DRUG$ ( @DRUG$ ) channels from beta cells compared with those from cardiac , smooth and skeletal muscle , are with for by the expression of alternative properties drug sulphonylurea of , accounted non-identical of binding sites .	The different pharmacological properties of @DRUG$ ( @DRUG$ ) channels from beta cells compared with from cardiac , smooth and skeletal muscle , are accounted for the expression of alternative types of sulphonylurea receptor , with non-identical drug binding sites .	The different pharmacological properties of @DRUG$ (@DRUG$) channels from beta cells compared with those from cardiac, smooth and skeletal muscle, are accounted for by the expression of alternative types of sulphonylurea receptor, with non-identical drug binding sites.	0
0	The principal toxicities of @DRUG$ include central hypothyroidism, xeroderma and elevation of @DRUG$ and triglycerides.	The main toxicities of @DRUG$ include central hypothyroidism , xeroderma and elevation of @DRUG$ and triglycerides .	of principal toxicities of @DRUG$ include central hypothyroidism , xeroderma and elevation The @DRUG$ and triglycerides .	The principal toxicities of @DRUG$ include central hypothyroidism , xeroderma and elevation of @DRUG$ and triglycerides .	@DRUG$ can cause central hypothyroidism, xeroderma, and elevation of @DRUG$ and triglycerides.	0
0	The usefulness of N-acetyl-L-tyrosine (NAT) and N-acetyl-L-cysteine (@DRUG$) @DRUG$ tyrosine and cysteine precursors during intravenous infusion was investigated in humans.	The usefulness of N-acetyl-L-tyrosine ( NAT ) and N-acetyl-L-cysteine ( @DRUG$ ) @DRUG$ tyrosine and cysteine precursors during intravenous infusion was look into in mankind .	The usefulness ) N-acetyl-L-tyrosine ( NAT of and N-acetyl-L-cysteine ( @DRUG$ ) @DRUG$ tyrosine and cysteine humans during intravenous infusion was investigated in precursors .	The usefulness of N-acetyl-L-tyrosine ( NAT ) and N-acetyl-L-cysteine ( @DRUG$ ) @DRUG$ tyrosine and cysteine precursors during intravenous infusion was investigated in	The usefulness of N-acetyl-L-tyrosine ( NAT ) and N-acetyl-L-cysteine ( @DRUG$ ) @DRUG$ tyrosine and cysteine precursors during intravenous infusion was investigated in humans ."DRUGA is	0
0	n.), were administrated daily in @DRUG$-received (100 @DRUG$/kg/subcutaneous (s.c.)) mice model of aging for eight weeks.	n. ) , were administrated daily in @DRUG$ - received ( 100 @DRUG$ / kg/ subcutaneous ( s.c. ) ) mice model of age for eight workweek .	mice ) , were administrated daily ( @DRUG$ - received in 100 @DRUG$ / kg/ subcutaneous ( s.c. ) ) n. model of aging for eight weeks .	n. , were administrated daily in @DRUG$ received ( 100 @DRUG$ / kg/ subcutaneous ( s.c. ) mice model of aging eight weeks	n. ) @DRUG$ was administrated daily in DRUGA - received ( 100 @DRUG$ / kg/ subcutaneous ( s.c. ) ) mice model of aging for eight weeks .	0
0	@DRUG$ did not modify the basal contractions but concentration-dependently antagonized the ability of @DRUG$ to enhance bladder strip contractions to EFS.	@DRUG$ did not modify the basal contractions but concentration - dependently antagonized the ability of @DRUG$ to enhance vesica strip down contractions to EFS .	@DRUG$ did not modify the basal contractions but concentration - dependently antagonized the ability of @DRUG$ to bladder enhance strip contractions to EFS .	@DRUG$ did not modify the basal but concentration dependently antagonized the ability of @DRUG$ to enhance bladder strip contractions to EFS .	@DRUG$ did not have any effect on the bladder strip contractions when used by itself, but it blocked the ability of @DRUG$ to increase the bladder strip contractions in response to electrical stimulation.	0
0	In this work acylation and deacylation rates were measured against the clinically important enzymes CTX-@DRUG$-15, KPC-2, Enterobacter cloacae @DRUG$, Pseudomonas aeruginosa AmpC, OXA-10, and OXA-48.	indium this work acylation and deacylation rates were measured against the clinically important enzymes CTX - @DRUG$ -  , KPC -2 , Enterobacter cloaca @DRUG$ , Pseudomonas aeruginosa AmpC , OXA - 10 , and OXA -48 .	In this work acylation and deacylation rates -2 -48 against the clinically important enzymes , - @DRUG$ - 15 , KPC were , Enterobacter cloacae @DRUG$ , Pseudomonas aeruginosa AmpC CTX OXA - 10 , and OXA measured .	In this work acylation and deacylation rates were measured against the clinically important enzymes CTX - @DRUG$ - , KPC -2 , Enterobacter cloacae @DRUG$ , Pseudomonas aeruginosa AmpC , OXA - 10 and OXA -48 .	The rates of acylation and deacylation were measured against the clinically important enzymes CTX - @DRUG$ - 15 , KPC -2 , Enterobacter cloacae @DRUG$ , Pseudomonas aeruginosa AmpC , OXA - 10 , and O	0
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): @DRUG$, ritonavir, indinavir, nelfinavir, @DRUG$, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within xxv years after zdv ( 3 ' - azido - 2',3'- dideoxythymidine , zdv ) was offset described as an inhibitor of human immunodeficiency virus replication , xxv anti-HIV drugs have been formally approved for clinical use in the intervention of human immunodeficiency virus infections : septenary nucleoside reverse rna polymerase inhibitor ( NRTIs ) : zdv , didanosine , zalcitabine , stavudine , tc , abacavir and emtricitabine ; one nucleotide reverse rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four spot non-nucleoside reverse rna polymerase inhibitor ( nnrti ) : viramune , delavirdine , efavirenz and etravirine ; ten spot protease inhibitor ( PIs ) : @DRUG$ , norvir , indinavir , viracept , @DRUG$ , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	' 25 years after zidovudine ( inhibitor , - azido - 2',3'- disoproxil , CRI ) was first described as an ; lamivudine HIV transcriptase , 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections : seven nucleoside reverse replication inhibitors ( NRTIs ) : zidovudine , didanosine , one zalcitabine stavudine , and Within abacavir and emtricitabine ; one nucleotide reverse enfuvirtide inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir dideoxythymidine fumarate ( TDF ) ] inhibitor four non-nucleoside reverse transcriptase inhibitors ( , ) : nevirapine , delavirdine , efavirenz of etravirine ; ten protease inhibitors ( PIs ) : @DRUG$ , ritonavir : indinavir , INI , @DRUG$ , lopinavir NNRTIs atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion 3 ( FI ) , transcriptase ; , co-receptor inhibitor ) AZT ) : maraviroc and one integrase inhibitor ( nelfinavir ( : raltegravir .	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have been formally approved for clinical use in treatment of HIV infections : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( ) : tenofovir [ in its oral prodrug form : tenofovir fumarate TDF ] ; four non-nucleoside reverse transcriptase inhibitors ( ) : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitors ( PIs ) : @DRUG$ , ritonavir , indinavir , nelfinavir , @DRUG$ lopinavir , , fosamprenavir , tipranavir and darunavir ; one inhibitor ( FI ) enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) raltegravir .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
0	L523S is an immunogenic lung cancer antigen that has demonstrated preclinical safety when the gene is injected intramuscularly @DRUG$ an expressive plasmid (pVAX/@DRUG$) and when delivered following incorporation into an E1B-deleted adenovirus (Ad/L523S).	L523S is an immunogenic lung genus cancer antigen that has attest preclinical safety when the gene is injected intramuscularly @DRUG$ an expressive plasmid ( pVAX / @DRUG$ ) and when rescue following incorporation into an E1B - blue pencil adenovirus ( Ad/ L523S ) .	L523S is an immunogenic lung cancer antigen E1B has demonstrated preclinical safety following the gene is injected intramuscularly @DRUG$ incorporation Ad/ plasmid ( pVAX / @DRUG$ ) and when delivered when an into an that - deleted adenovirus ( expressive L523S ) .	L523S is an immunogenic lung cancer antigen that has demonstrated preclinical safety when the is injected intramuscularly @DRUG$ an expressive plasmid ( pVAX / @DRUG$ ) and when delivered incorporation E1B - adenovirus ( Ad/ L523S ) .	@DRUG$ is a lung cancer antigen that has been shown to be safe when injected intramuscularly, and it can also be delivered following incorporation into an E1B-deleted adenovirus.	1
0	CONCLUSION: Results indicated that oxatomide and @DRUG$ inhibit the production of leukotriene C4 and leukotriene B4 by inhibiting phospholipase A2 activity, whereas, azelastine inhibits the @DRUG$ production by inhibiting phospholipase A2 and leukotriene C4 synthase.	decision : resultant role indicated that oxatomide and @DRUG$ inhibit the production of leukotriene C4 and leukotriene B4 by subdue phospholipase A2 activity , whereas , azelastine inhibits the @DRUG$ production by subdue phospholipase A2 and leukotriene C4 synthase .	CONCLUSION inhibiting Results indicated that oxatomide and @DRUG$ inhibit the production of leukotriene C4 and leukotriene B4 by inhibiting phospholipase A2 activity , azelastine , whereas inhibits the @DRUG$ production by : phospholipase A2 and leukotriene C4 synthase .	CONCLUSION : Results indicated that oxatomide and @DRUG$ inhibit the production of leukotriene C4 and leukotriene B4 inhibiting phospholipase A2 activity , whereas , azelastine inhibits the @DRUG$ production by phospholipase A2 leukotriene C4 synthase .	Oxatomide and @DRUG$ inhibit the production of leukotriene C4 and leukotriene B4 by inhibiting phospholipase A2 activity. Azelastine inhibits the @DRUG$ production by inhibiting phospholipase A2 and leukot	0
0	In women with moderate acne, @DRUG$ (NG) in association with @DRUG$ (EE) is acknowledged as an effective treatment; this is related to the effect of oral contraceptives on androgen production and transport.	In women with moderate acne , @DRUG$ ( NG ) in association with @DRUG$ ( ee ) is acknowledged as an efficient treatment ; this is related to the impression of oral contraceptives on androgen production and transport .	In women with moderate acne , @DRUG$ ( NG ) in association with @DRUG$ ( EE treatment is is as an this ) ; effective acknowledged related to the effect of oral contraceptives on androgen production and transport .	In women with moderate acne , @DRUG$ ( NG ) in association with @DRUG$ EE ) is acknowledged as an effective ; this related to the effect of oral contraceptives on androgen production and transport .	In women with moderate acne, using @DRUG$ (NG) in combination with @DRUG$ (EE) is a very effective treatment; this is because oral contraceptives have a beneficial effect on androgen production and transport.	0
1	Although @DRUG$ shows higher affinity for 5-HT receptors, @DRUG$ does not fit this profile.	Although @DRUG$ shows higher affinity for 5 - HT receptors , @DRUG$ does not fit this visibility .	Although @DRUG$ shows higher HT for 5 - affinity receptors , @DRUG$ does not fit this profile .	Although @DRUG$ shows higher for 5 - HT , @DRUG$ does fit this profile .	@DRUG$ is more likely to bind to serotonin receptors than @DRUG$, but DRUGB is still able to bind to these receptors to some extent.	0
0	Studies in rodents overwhelmingly point to the lateral prefrontal cortex (LPFC) @DRUG$ a main site of action of @DRUG$.	field in rodents overwhelmingly point to the lateral prefrontal cortex ( LPFC ) @DRUG$ a master site of action of @DRUG$ .	Studies in of a point to the lateral prefrontal cortex ( LPFC ) @DRUG$ overwhelmingly main site rodents action of @DRUG$ .	Studies in rodents overwhelmingly point to the lateral prefrontal cortex ( LPFC ) @DRUG$ a main site of action of @DRUG$ .	Studies in rodents overwhelmingly point to the lateral prefrontal cortex ( LPFC ) as the main site of action of @DRUG$ .	1
0	Due to different physical and chemical properties, @DRUG$ @DRUG$ and a water-soluble, high-osmolar contrast medium provided high contrast density in all segments of the small bowel and a shortening of the transit time to the colon.	Due to different forcible and chemical properties , @DRUG$ @DRUG$ and a water -soluble , high-osmolar contrast mass medium provided highschool contrast denseness in all segments of the small bowel and a shortening of the transit time to the colon .	and to different physical high chemical properties and @DRUG$ @DRUG$ , a water -soluble , high-osmolar contrast medium provided Due contrast density in all segments of the small bowel and transit shortening of the a time to the colon .	Due to different physical and chemical properties , @DRUG$ @DRUG$ and a water -soluble , high-osmolar contrast medium provided high contrast density in all segments of the small bowel and a shortening of the to the colon .	@DRUG$ and @DRUG$ are two different substances that have different physical and chemical properties. DRUGA is water-soluble and has a high contrast density, which makes it ideal for use in small bowel imaging. DRUGB is not water-soluble and does not have a high	0
0	CONCLUSIONS: A single dose of @DRUG$ was noninferior to twice-daily @DRUG$ administered for 7 to 10 days for the treatment of acute bacterial skin and skin-structure infections caused by gram-positive pathogens.	CONCLUSIONS : A ace dose of @DRUG$ was noninferior to twice - daily @DRUG$ administered for heptad to 10 days for the treatment of acute bacterial skin and skin-structure infections caused by gram positive pathogens .	CONCLUSIONS : A single dose of @DRUG$ by noninferior to twice - daily @DRUG$ administered for 7 was 10 days acute the treatment of for bacterial skin and skin-structure infections caused to gram-positive pathogens .	CONCLUSIONS A single dose of @DRUG$ was noninferior to twice - daily @DRUG$ administered for 7 to 10 days for the treatment of skin and skin-structure infections caused by gram-positive pathogens .	A single dose of @DRUG$ was just as effective as twice-daily @DRUG$ administered for 7 to 10 days for the treatment of acute bacterial skin and skin-structure infections caused by gram-positive pathogens .	0
0	This review briefly summarizes the information on the molecular mechanisms of action, pharmacokinetic profiles and drug interactions of novel (third-generation) antiepileptic drugs, including brivaracetam, carabersat, @DRUG$, DP-valproic acid, eslicarbazepine, fluorofelbamate, fosphenytoin, ganaxolone, lacosamide, losigamone, pregabalin, remacemide, retigabine, rufinamide, safinamide, seletracetam, soretolide, stiripentol, talampanel, and @DRUG$.	This review briefly summarizes the entropy on the molecular mechanism of action , pharmacokinetic visibility and drug fundamental interaction of novel ( third - generation ) antiepileptic drug drugs , include brivaracetam , carabersat , @DRUG$ , dp - valproic acid , eslicarbazepine , fluorofelbamate , fosphenytoin , ganaxolone , lacosamide , losigamone , pregabalin , remacemide , retigabine , rufinamide , safinamide , seletracetam , soretolide , stiripentol , talampanel , and @DRUG$ .	This review briefly summarizes the information ganaxolone the molecular mechanisms of action , pharmacokinetic profiles and drug interactions of novel ( losigamone , generation ) antiepileptic drugs , including brivaracetam , carabersat , @DRUG$ , DP - valproic acid , eslicarbazepine , on - fosphenytoin , fluorofelbamate , lacosamide , third , pregabalin , stiripentol , retigabine , rufinamide , safinamide , seletracetam , soretolide , remacemide , talampanel , and @DRUG$ .	This review briefly summarizes the information on the molecular mechanisms of action , pharmacokinetic profiles and drug interactions of novel ( third - generation ) antiepileptic drugs , including brivaracetam , carabersat , @DRUG$ , DP - valproic acid , eslicarbazepine fluorofelbamate , , ganaxolone , , losigamone , pregabalin , remacemide , retigabine , rufinamide , safinamide , seletracetam , soretolide , stiripentol , talampanel , and @DRUG$ .	This review briefly summarizes the information on the molecular mechanisms of action, pharmacokinetic profiles and drug interactions of novel (third-generation) antiepileptic drugs, including brivaracetam, carabersat, @DRUG$, DP-valproic acid, eslicarbaz	1
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus @DRUG$ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/@DRUG$.	In comparative visitation in the management of high blood pressure , the combination of trandolapril 1 or 2 mg /d and isoptin ER one hundred eighty mg /d was statistically undistinguishable from or superior to the combinations of atenolol 50 or c mg /d plus chlorthalidone 12.5 or xxv mg /d , captopril 50 mg / d plus @DRUG$ xxv mg /d , zestril 20 mg / d plus HCTZ 12.5 mg /d , and metoprolol c mg / d plus HCTZ 12.5 mg / @DRUG$ .	In comparative trials in the management 1 2 , and mg of trandolapril of or hypertension mg to the verapamil ER 180 combination /d 50 mg indistinguishable from or superior /d the combinations of atenolol was or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 statistically / d plus @DRUG$ 25 mg /d , lisinopril 20 mg / d plus HCTZ 12.5 mg /d , and metoprolol 100 mg / d plus HCTZ 12.5 mg / @DRUG$ .	In in the management of , the combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable or superior to the of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus @DRUG$ 25 mg /d , lisinopril 20 mg plus HCTZ 12.5 mg /d , metoprolol 100 mg / d plus HCTZ 12.5 mg / @DRUG$ .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	It is unclear whether @DRUG$ can localize in all cell line breast cancer xenografts, @DRUG$ well as breast tumours with multidrug resistance (MDR).	information technology is unclear whether @DRUG$ can localize in all cell line chest cancer xenografts , @DRUG$ well as chest tumours with multidrug resistance ( MDR ) .	It is unclear multidrug @DRUG$ can localize in all cell line breast cancer xenografts , @DRUG$ well whether breast tumours with as resistance ( MDR ) .	It is unclear whether @DRUG$ can localize in all line breast cancer xenografts , @DRUG$ well as breast tumours with multidrug resistance ( MDR )	It is unclear whether @DRUG$ can localize in all cell line breast cancer xenografts, as well as breast tumours with multidrug resistance (MDR).	1
0	, glucose-6-phosphate and glucose-6-phosphate-dehydrogenase had to be added as a @DRUG$/@DRUG$-regenerating system.	, glucose - sestet - phosphate and glucose - sestet - phosphate - dehydrogenase had to be supply as a @DRUG$ / @DRUG$ - regenerating system .	, glucose - 6 - phosphate and glucose - phosphate - 6 - dehydrogenase had a be added as to @DRUG$ / @DRUG$ - regenerating system .	, - 6 - and glucose - 6 - phosphate - dehydrogenase had to be added as a @DRUG$ / @DRUG$ - regenerating system .	@DRUG$ and @DRUG$ are two separate molecules that work together to regenerate each other. DRUGA is a molecule that helps to produce energy in cells, and DRUGB is a molecule that helps to store energy in cells. When DRUGA and DRUGB are together, they	0
0	Included are historical and state of the art information on the in vitro activity, experimental in vivo activity, mode of action, pharmacokinetics, clinical studies, and uses and adverse reactions of imidazoles currently marketed (clotrimazole, miconazole, @DRUG$, ketoconazole, bifonazole, butoconazole, croconazole, fenticonazole, isoconazole, oxiconazole, sulconazole, and tioconazole) and under development (aliconazole and omoconazole), @DRUG$ well as triazoles currently marketed (terconazole) and under development (fluconazole, itraconazole, vibunazole, alteconazole, and ICI 195,739).	Included are historical and united states department of state of the fine art information on the in vitro natural action , data based in vivo natural action , way of action , pharmacokinetics , clinical studies , and uses and untoward reactions of imidazoles currently market ( clotrimazole , monistat , @DRUG$ , ketoconazole , bifonazole , butoconazole , croconazole , fenticonazole , isoconazole , oxiconazole , sulconazole , and tioconazole ) and under development ( aliconazole and omoconazole ) , @DRUG$ easily as triazoles currently market ( terconazole ) and under development ( fluconazole , itraconazole , vibunazole , alteconazole , and ICI 195,739 ) .	Included are omoconazole and state of the art information on the ( vitro activity , , currently vivo activity , mode of action , pharmacokinetics , clinical studies , and and and adverse isoconazole uses imidazoles currently marketed in clotrimazole , miconazole , @DRUG$ ICI ketoconazole , bifonazole , butoconazole , croconazole , fenticonazole of reactions , oxiconazole , sulconazole , and tioconazole ) and under development ( aliconazole , historical ) experimental @DRUG$ well as triazoles in marketed ( terconazole ) and under development ( fluconazole , itraconazole , vibunazole , alteconazole , and , 195,739 ) .	Included are and state of the art information on in vitro activity , experimental in vivo activity , mode action , pharmacokinetics , clinical studies , and uses and adverse reactions currently marketed ( clotrimazole , miconazole , @DRUG$ , ketoconazole , bifonazole , butoconazole croconazole , fenticonazole , , oxiconazole , sulconazole , and tioconazole and under development aliconazole and omoconazole ) , @DRUG$ well as triazoles currently marketed ( terconazole ) and under development ( fluconazole , itraconazole , vibunazole , alteconazole and ICI 195,739 .	Imidazoles currently marketed (clotrimazole, miconazole, @DRUG$, ketoconazole, bifonazole, butoconazole, croconazole, fenticonazole, isoconazole, oxiconazole, sul	1
0	@DRUG$/@DRUG$/Tenofovir Alafenamide: A Review in HIV-1 Infection.	@DRUG$ / @DRUG$ / Tenofovir Alafenamide : A Review in HIV -1 infection .	@DRUG$ -1 @DRUG$ / Tenofovir Alafenamide : A Review in HIV / Infection .	@DRUG$ / @DRUG$ / Tenofovir Alafenamide : A Review in HIV -1 Infection .	@DRUG$ is a drug that is used to treat HIV-1 infection, and @DRUG$ is a drug that is used to treat HIV-1 infection.	0
0	Other SERMs approved or under development for use against breast cancer or osteoporosis include @DRUG$, GW5638, GW7604 (the active metabolite of GW5638), idoxifene, @DRUG$, arzoxifene, bazedoxifene, EM-800 and acolbifene (the active metabolite of EM-800).	Other SERMs approve or under developing for use against titty crab or osteoporosis let in @DRUG$ , GW5638 , GW7604 ( the active metabolite of GW5638 ) , idoxifene , @DRUG$ , arzoxifene , bazedoxifene , EM - 800 and acolbifene ( the active metabolite of EM - 800 ) .	Other SERMs approved or under development for use against breast 800 or include the @DRUG$ , GW5638 , GW7604 ( the active acolbifene of GW5638 ) and idoxifene , @DRUG$ , arzoxifene , bazedoxifene , EM - 800 , metabolite ( osteoporosis active metabolite of EM - cancer ) .	Other SERMs approved under development for use against breast cancer or osteoporosis include @DRUG$ , GW5638 ( the active metabolite of GW5638 ) , idoxifene , @DRUG$ arzoxifene , EM - 800 and acolbifene ( the active metabolite of EM - 800 ) .	@DRUG$ is a SERM that is approved or under development for use against breast cancer or osteoporosis, while @DRUG$ is a SERM that is approved or under development for use against breast cancer or osteoporosis.	0
0	@DRUG$, a heteropolysaccharide commercially derived from the cell wall of higher plants, is mainly used in food as a gelling agent in jams and jellies @DRUG$ well as a stabilizer in fruit juice and milk drinks.	@DRUG$ , a heteropolysaccharide commercially derived from the electric cell surround of higher implant , is mainly used in food as a gelling agent in jams and jellies @DRUG$ well as a stabilizer in fruit juice and milk drinks .	@DRUG$ , a heteropolysaccharide commercially plants from the cell wall of higher derived , is a used in food drinks a gelling agent in jams and jellies @DRUG$ well as mainly stabilizer in fruit juice and milk as .	@DRUG$ , a heteropolysaccharide commercially derived from cell wall of higher plants , is mainly used food as a gelling agent jams and jellies @DRUG$ well as a stabilizer in fruit juice and milk drinks .	@DRUG$ is a substance that is commercially derived from the cell wall of higher plants. It is mainly used in food as a gelling agent in jams and jellies, as well as a stabilizer in fruit juice and milk drinks.	1
0	Still, @DRUG$ demonstrates high activity against the Enterobacteriaceae including extended spectrum beta lactamase and most carbapenemase producers, as well @DRUG$ several of the non-fermenters.	inactive , @DRUG$ demonstrates high activity against the Enterobacteriaceae including hold out spectrum beta lactamase and most carbapenemase producers , as well @DRUG$ several of the non-fermenters .	Still , @DRUG$ demonstrates high activity against the Enterobacteriaceae including the spectrum beta lactamase carbapenemase most and producers , as well @DRUG$ several of extended non-fermenters .	Still , @DRUG$ demonstrates high activity against the Enterobacteriaceae including extended spectrum beta lactamase and most carbapenemase producers , as well @DRUG$ several of the non-fermenters	@DRUG$ is still very effective against Enterobacteriaceae, including those that produce extended spectrum beta lactamases and carbapenemases, while @DRUG$ is also effective against several non-fermenters.	0
1	CONCLUSIONS: @DRUG$, a new once-daily oral prodrug of tenofovir, showed more potent anti-HIV-1 activity and higher intracellular tenofovir levels compared with tenofovir disoproxil fumarate, while maintaining lower plasma @DRUG$ exposure at 40 mg with good tolerability over 14 days of monotherapy.	CONCLUSIONS : @DRUG$ , a new once-daily oral exam prodrug of tenofovir , showed more potent anti-HIV - 1 bodily function and higher intracellular tenofovir levels compare with tenofovir disoproxil fumarate , while maintaining lower plasma @DRUG$ exposure at 40 mg with good tolerability over xiv days of monotherapy .	CONCLUSIONS 14 @DRUG$ , a new days oral prodrug of tenofovir over showed more potent anti-HIV - 1 activity and tolerability intracellular tenofovir levels compared with tenofovir disoproxil fumarate , while maintaining lower plasma @DRUG$ exposure at 40 mg with good higher , : once-daily of monotherapy .	CONCLUSIONS @DRUG$ , a new once-daily oral prodrug tenofovir showed more potent - 1 activity and higher intracellular levels compared with tenofovir disoproxil fumarate , while maintaining lower plasma @DRUG$ exposure at 40 mg with good tolerability 14 days of monotherapy .	@DRUG$ is more potent than @DRUG$ and has higher intracellular levels of tenofovir, while maintaining lower plasma levels of DRUGB.	0
0	Michaelis-Menten kinetics for the pathways revealed mean @DRUG$(m) values ranging from 4.4 to 27.8 microM, and V(max) values of 9.8 to 82 nmol/h/@DRUG$ protein.	Michaelis -Menten kinetics for the pathways disclose mean value @DRUG$ ( m ) values crop from 4.4 to 27.8 microM , and V( max ) values of 9.8 to 82 nmol / h / @DRUG$ protein .	kinetics -Menten Michaelis for the pathways revealed mean @DRUG$ ranging m ) values ( from 4.4 to 27.8 microM , and V( max / values of 9.8 to 82 nmol / h ) @DRUG$ protein .	-Menten kinetics for the pathways revealed mean @DRUG$ ( m ) values ranging from 4.4 27.8 microM and V( max values of 9.8 to 82 nmol / h / @DRUG$ protein .	The higher the concentration of @DRUG$, the more @DRUG$ will be produced.	0
0	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine periods, plasma aldosterone was significantly lower in the efonidipine period than in the @DRUG$ period (123 + or - 118 versus 146 + or - 150 @DRUG$/mL, P = 0.027).	Although the plasma renin bodily process and plasma angiotonin II were not importantly different between the efonidipine and amlodipine periods , plasma aldosterone was importantly lower in the efonidipine period than in the @DRUG$ period ( 123 + or - 118 versus 146 + or - one hundred fifty @DRUG$ / ml , P = 0.027 ) .	Although the period renin activity and plasma angiotensin II were not significantly different between 146 efonidipine and amlodipine periods , plasma aldosterone was + lower in the efonidipine in than plasma or @DRUG$ period ( 123 significantly the - 118 versus the + or - 150 @DRUG$ / mL , P = 0.027 ) .	Although the plasma renin activity and plasma angiotensin II not significantly between the and periods , plasma aldosterone was significantly in the efonidipine period than in the @DRUG$ period ( + or - 118 versus 146 + or - 150 @DRUG$ / mL , P = 0.027 ) .	Although the plasma renin activity and plasma angiotensin II were not significantly different between the efonidipine and amlodipine periods, aldosterone was significantly lower in the efonidipine period than in the @DRUG$ period.	1
0	@DRUG$ kinetics after oral administration (6 @DRUG$/kg) showed two peaks.	@DRUG$ kinetics after viva administration ( 6 @DRUG$ / kg ) showed two peaks .	@DRUG$ kinetics ( oral administration after 6 @DRUG$ / kg ) showed two peaks .	@DRUG$ kinetics after oral administration 6 @DRUG$ / kg ) showed .	The kinetics of @DRUG$ after oral administration showed two peaks.	1
0	Telmisartan 80 mg/day was more effective than submaximal dosages of @DRUG$ (50 mg/day) or valsartan (80 mg/day) and was as effective @DRUG$ a fixed-dose combination of losartan 50 mg plus hydrochlorothiazide 12.5 mg over the last 6 hours of the dosage interval and the whole 24-hour postdose interval.	Telmisartan eighty mg / twenty four hour period was more effective than submaximal dosages of @DRUG$ ( 50 mg / twenty four hour period ) or diovan ( eighty mg / twenty four hour period ) and was as effective @DRUG$ a gear up - dose combination of losartan 50 mg plus hydrochlorothiazide 12.5 mg over the last 6 hours of the dosage interval and the wholly 24 -  minutes postdose interval .	Telmisartan 80 the / interval was plus effective than last dosages of @DRUG$ ( 50 mg / day ) or valsartan ( 80 mg / mg ) and was as effective @DRUG$ a fixed - submaximal combination of losartan 50 mg more hydrochlorothiazide 12.5 mg over the dose 6 hours of day dosage interval and the whole 24 - hour postdose day .	Telmisartan 80 mg / day more effective than submaximal dosages of @DRUG$ 50 mg / day ) or ( 80 mg / day ) and was as effective @DRUG$ a fixed - dose combination of losartan 50 mg plus hydrochlorothiazide 12.5 mg the last 6 hours of the dosage interval and the whole 24 hour postdose interval .	Telmisartan 80 mg / day was more effective than submaximal dosages of @DRUG$ ( 50 mg / day ) or valsartan ( 80 mg / day ) and was as effective @DRUG$ a fixed - dose combination of losartan 50 mg plus hydrochloroth	0
0	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, candesartan, butterbur, @DRUG$, coenzyme Q10, and @DRUG$) and 6 received a weak recommendation (divalproex sodium, flunarizine, pizotifen, venlafaxine, verapamil, and lisinopril).	Based on our review , 11 contraceptive drugs invite a secure recommendation for use ( topiramate , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , candesartan , butterbur , @DRUG$ , coenzyme Q10 , and @DRUG$ ) and 6 invite a washy recommendation ( divalproex sodium , flunarizine , pizotifen , venlafaxine , calan , and prinival ) .	, on our review , 11 prophylactic drugs received a strong recommendation for lisinopril ( topiramate , propranolol , , , metoprolol Based amitriptyline , gabapentin , candesartan nadolol butterbur , @DRUG$ , coenzyme Q10 , and @DRUG$ ) and 6 received a weak recommendation ( divalproex sodium , flunarizine , pizotifen , venlafaxine , verapamil , and use ) .	Based on our review 11 prophylactic drugs received a strong recommendation use topiramate , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , candesartan , butterbur @DRUG$ , coenzyme Q10 , @DRUG$ ) and 6 a weak recommendation ( divalproex sodium , flunarizine , pizotifen , venlafaxine , verapamil , lisinopril ) .	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, candesartan, butterbur, @DRUG$,	1
1	@DRUG$ is a prodrug that undergoes de-esterification in the liver to form @DRUG$, its active metabolite.	@DRUG$ is a prodrug that undergoes de-esterification in the liver to form @DRUG$ , its participating metabolite .	@DRUG$ is a prodrug metabolite undergoes de-esterification in the liver to form @DRUG$ , its active that .	@DRUG$ is a prodrug that undergoes in the liver to form @DRUG$ , its active metabolite .	@DRUG$ is a drug that is inactive until it is metabolized in the liver to form @DRUG$, its active metabolite.	0
0	Eleven healthy volunteers were given 5 g of either NAT or @DRUG$ @DRUG$ a 4-hour intravenous infusion.	football team healthy volunteers were return 5 g of either NAT or @DRUG$ @DRUG$ a 4 - hour intravenous infusion .	Eleven healthy volunteers 5 intravenous were g of either NAT or @DRUG$ @DRUG$ a 4 - hour given infusion .	Eleven volunteers were 5 g of either NAT or @DRUG$ @DRUG$ a 4 - intravenous infusion	Eleven healthy volunteers were given 5 g of either NAT or @DRUG$ @DRUG$ a 4 - hour intravenous infusion ."DRUGA is a drug that is given to someone, and DRUGB is the thing that the drug is given to someone for.	0
1	Of these mAbs, 9 are for non-cancer indications (lampalizumab, roledumab, emapalumab, fasinumab, tanezumab, etrolizumab, NEOD001, @DRUG$, anifrolumab) and 10 are for cancer indications (tremelimumab, isatuximab, BCD-100, @DRUG$, camrelizumab, IBI308, glembatumumab vedotin, mirvetuximab soravtansine, oportuzumab monatox, L19IL2/L19TNF).	Of these mAbs , niner are for non-cancer indications ( lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , NEOD001 , @DRUG$ , anifrolumab ) and ten are for genus cancer indications ( tremelimumab , isatuximab , BCD -  , @DRUG$ , camrelizumab , IBI308 , glembatumumab vedotin , mirvetuximab soravtansine , oportuzumab monatox , L19IL2/L19TNF ) .	Of these mAbs , 9 are ( non-cancer indications fasinumab lampalizumab , roledumab , emapalumab , L19IL2/L19TNF , tanezumab , etrolizumab , NEOD001 , @DRUG$ , anifrolumab ) and vedotin are for cancer indications ) tremelimumab , isatuximab , BCD - 100 , @DRUG$ , camrelizumab , IBI308 , glembatumumab 10 , mirvetuximab soravtansine , oportuzumab monatox , ( for .	Of mAbs , 9 are for non-cancer indications ( lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , NEOD001 , @DRUG$ , anifrolumab ) and 10 are for cancer indications ( tremelimumab , isatuximab , BCD - 100 , @DRUG$ , camrelizumab , IBI308 , glembatumumab vedotin , soravtansine , oportuzumab monatox , L19IL2/L19TNF )	Of these mAbs, 9 are for non-cancer indications (lampalizumab, roledumab, emapalumab, fasinumab, tanezumab, etrolizumab, NEOD001, @DRUG$, anifrolum	1
1	The main conclusions are: (i) ergocalciferol (vitamin D2), the form mostly used in supplements and fortified foods, is apparently absorbed with similar efficiency to cholecalciferol (vitamin D3, the main dietary form), (ii) 25-hydroxyvitamin D (25OHD), the metabolite produced in the liver, and which can be found in foods, is better absorbed than the nonhydroxy vitamin D forms cholecalciferol and ergocalciferol, (iii) the amount of fat with which @DRUG$ is ingested does not seem to significantly modify the bioavailability of vitamin D3, (iv) the food matrix has apparently little effect on vitamin D bioavailability, (v) sucrose polyesters (Olestra) and tetrahydrolipstatin (@DRUG$) probably diminish vitamin D absorption, and (vi) there is apparently no effect of aging on vitamin D absorption efficiency.	The main conclusions are : ( i ) ergocalciferol ( vitamin D2 ) , the form for the most part secondhand in supplements and fortified foods , is seemingly soak up with similar efficiency to vitamin d ( vitamin D3 , the main dietetical form ) , ( ii ) 25 - hydroxyvitamin D ( 25OHD ) , the metabolite produced in the liver , and which can be found in foods , is right soak up than the nonhydroxy vitamin D forms vitamin d and ergocalciferol , ( iii ) the amount of fatty tissue with which @DRUG$ is ingested does not seem to significantly modify the bioavailability of vitamin D3 , (  ) the food for thought intercellular substance has seemingly little effect on vitamin D bioavailability , ( quintet ) saccharose polyesters ( Olestra ) and tetrahydrolipstatin ( @DRUG$ ) probably decrease vitamin D absorption , and ( vi ) there is seemingly no effect of get on on vitamin D absorption efficiency .	to main conclusions no : ( i ) ergocalciferol ( vitamin D2 ) and the form and used in supplements and fortified foods , is apparently absorbed with D efficiency The cholecalciferol ( vitamin D3 , the main iv form ) , ( ii ) 25 on hydroxyvitamin D vitamin better apparently , the metabolite produced in the liver , and which can be found in foods , is 25OHD absorbed than the nonhydroxy vitamin D ) cholecalciferol and ergocalciferol , with iii vitamin the amount of fat ( which @DRUG$ is ingested , Olestra seem to significantly modify the bioavailability of vitamin D3 , ( dietary ) the food matrix has apparently little effect - vitamin similar bioavailability , ( v ) sucrose polyesters ( not ) , tetrahydrolipstatin ( @DRUG$ ) probably diminish ( D absorption does mostly ( vi ) there is forms are effect of aging on ) D absorption efficiency .	The main conclusions are : ( i ) ergocalciferol vitamin D2 ) the form mostly used in supplements and fortified foods , is apparently absorbed with similar efficiency to cholecalciferol ( vitamin D3 , the main dietary form ) , ( ii ) 25 - hydroxyvitamin 25OHD ) , the metabolite produced in the liver and which can be found in foods , is better absorbed than the nonhydroxy vitamin D forms cholecalciferol and ergocalciferol , ( iii ) the amount of fat which @DRUG$ is ingested does not seem to significantly modify the bioavailability of vitamin , iv ) the food matrix has apparently little effect on vitamin D bioavailability , ( ) sucrose polyesters Olestra ) and tetrahydrolipstatin ( @DRUG$ ) probably diminish vitamin D absorption , and ( vi ) there is apparently no effect of aging on vitamin D absorption efficiency .	Vitamin D2 (ergocalciferol) and vitamin D3 (cholecalciferol) are both absorbed efficiently, 25-hydroxyvitamin D (25OHD) is better absorbed than the nonhydroxy vitamin D forms, and the food matrix has apparently little effect	1
0	@DRUG$ and @DRUG$ were the predominant amino acids released into the circulation in this preparation.	@DRUG$ and @DRUG$ were the predominant amino acids issue into the circulation in this preparation .	@DRUG$ and @DRUG$ were the predominant amino acids this into the circulation in released preparation .	@DRUG$ @DRUG$ were the predominant amino acids released into the circulation in this preparation .	@DRUG$ and @DRUG$ were the most common amino acids released into the bloodstream in this preparation.	0
0	Rupatadine blocked histamine- and @DRUG$-induced effects in vivo, such @DRUG$ hypotension in rats (ID50 = 1.4 and 0.44 mg/kg i.v., respectively) and bronchoconstriction in guinea pigs (ID50 = 113 and 9.6 micrograms/kg i.v.).	Rupatadine blocked histamine - and @DRUG$ - induced effects in vivo , such @DRUG$ hypotension in rats ( ID50 = 1.4 and 0.44 milligram / kilogram i.v. , severally ) and bronchoconstriction in guinea pigs ( ID50 = 113 and 9.6 mcg / kilogram i.v. ) .	Rupatadine blocked histamine ) and @DRUG$ - induced effects = vivo , = @DRUG$ hypotension in rats ( ID50 in 1.4 and 0.44 mg / kg i.v. , respectively - and bronchoconstriction in kg pigs ( ID50 such 113 and 9.6 micrograms / guinea i.v. ) .	Rupatadine histamine - @DRUG$ - induced effects in vivo , @DRUG$ hypotension in rats ( ID50 = 1.4 and 0.44 / kg i.v. , respectively ) and bronchoconstriction in guinea pigs ( ID50 = 113 and 9.6 micrograms / kg ) .	Rupatadine blocked histamine - and @DRUG$ - induced effects in vivo , such as @DRUG$ hypotension in rats ( ID50 = 1.4 and 0.44 mg / kg i.v. , respectively ) and bronchoconstriction in guinea pigs (	0
0	Several metabolites of tamoxifen, including 4-hydroxy-N-desmethyltamoxifen (metabolite BX), @DRUG$ (metabolite B), N-desmethyltamoxifen (metabolite X), the primary @DRUG$ (metabolite Y), and N-desdimethyltamoxifen (metabolite Z) were identified and their concentrations determined in fluids and feces from patients receiving chronic tamoxifen treatment.	Several metabolites of tamoxifen , including 4- hydroxy-N-desmethyltamoxifen ( metabolite BX ) , @DRUG$ ( metabolite B ) , N-desmethyltamoxifen ( metabolite ex ) , the primary @DRUG$ ( metabolite atomic number  ) , and N-desdimethyltamoxifen ( metabolite Z ) were identified and their concentrations settle in fluids and feces from patients receiving inveterate tamoxifen intervention .	Several metabolites of , , their 4- hydroxy-N-desmethyltamoxifen ( metabolite BX ) , @DRUG$ and metabolite B ) , N-desmethyltamoxifen ( receiving X ) tamoxifen the primary @DRUG$ metabolite metabolite Y ) , ( N-desdimethyltamoxifen ( metabolite Z ) were identified and including concentrations determined in fluids and feces from patients ( chronic tamoxifen treatment .	Several metabolites of tamoxifen , including 4- hydroxy-N-desmethyltamoxifen ( metabolite BX , @DRUG$ ( metabolite B ) , N-desmethyltamoxifen ( metabolite X ) the primary @DRUG$ ( metabolite Y ) and N-desdimethyltamoxifen ( metabolite Z ) identified and their concentrations in and feces from patients receiving chronic tamoxifen treatment .	Tamoxifen is metabolized into several different metabolites, including 4- hydroxy-N-desmethyltamoxifen ( metabolite BX ) , @DRUG$ ( metabolite B ) , N-desmethyltamoxifen ( metabolite X ) ,	1
0	While such features unique to this protein were found as a small degree of dependences on substrate concentration in peptic inhibition and in compositional ratios of insoluble complexes, the interaction of @DRUG$ sulfate with @DRUG$ at acid pH proved essentially similar to that with serum albumin.	While such features unique to this protein were found as a small degree of dependences on substratum concentration in peptic inhibition and in compositional ratios of indissoluble complexes , the interaction of @DRUG$ sulfate with @DRUG$ at acid pH test basically similar to that with serum albumin .	While such features pH to this protein were found as a small degree of dependences on in concentration compositional peptic inhibition and in substrate ratios proved insoluble complexes , the interaction of @DRUG$ sulfate with @DRUG$ at acid unique of essentially similar to that with serum albumin .	While such features unique to this protein were found as a small degree of dependences on substrate concentration in peptic inhibition and in compositional insoluble complexes , the interaction of @DRUG$ sulfate with @DRUG$ at acid pH proved essentially similar to with serum albumin	@DRUG$ sulfate interacts with @DRUG$ in a way that is very similar to the way it interacts with serum albumin.	0
0	In these trials, pramlintide 120 to 270 microg/d reduced glycosylated @DRUG$ (HbA(1c)) by 0.1 % to 0.67%, 1-hour postprandial @DRUG$ (PPG) by 4.4 to 7 mmol/L, and 2-hour PPG by 3.6 to 4.8 mmol/L.	In these trial , pramlintide 120 to 270 microg /d cut glycosylated @DRUG$ ( HbA ( single c ) ) by 0.1 % to 0.67 % , single - hour postprandial @DRUG$ ( PPG ) by 4.4 to heptad mmol / fifty , and 2 - hour PPG by 3.6 to 4.8 mmol / L.	In these trials microg pramlintide 1 to to , /d reduced glycosylated @DRUG$ ( HbA ( 1 PPG ) ) by 0.1 % to 0.67 % , 120 - hour postprandial @DRUG$ ( c ) by 4.4 to 7 mmol mmol L , and 2 - hour PPG by 3.6 270 4.8 / / L.	In these trials , pramlintide 120 to 270 /d reduced glycosylated @DRUG$ ( HbA ( 1 c ) ) by 0.1 % to 0.67 % , 1 - hour postprandial @DRUG$ PPG ) by to 7 / L , - hour PPG by 3.6 to 4.8 mmol / L.	Pramlintide 120 to 270 microg /d reduced glycosylated @DRUG$ ( HbA ( 1 c ) ) by 0.1 % to 0.67 % , 1 - hour postprandial @DRUG$ ( PPG ) by 4.4 to 7	0
1	However, @DRUG$ clearance is not altered by coadministration of propranolol, @DRUG$, disulfiram, oral contraceptives or ethanol.	However , @DRUG$ clearance is not altered by coadministration of propranolol , @DRUG$ , antabuse , oral contraceptive or ethanol .	However , @DRUG$ clearance is not altered by coadministration of propranolol , @DRUG$ , ethanol contraceptives oral , or disulfiram .	However , @DRUG$ clearance not altered by coadministration of propranolol , @DRUG$ , disulfiram , oral contraceptives or ethanol .	@DRUG$ clearance is not altered by coadministration of propranolol, @DRUG$, disulfiram, oral contraceptives or ethanol.	0
0	It also competitively inhibited @DRUG$-induced platelet aggregation in washed @DRUG$ platelets (WRP) (pA2 = 6.68 +/- 0.08) and in human platelet-rich plasma (HPRP) (IC50 = 0.68 microM), while not affecting ADP- or arachidonic acid-induced platelet aggregation.	It besides competitively inhibited @DRUG$ - induced platelet aggregation in washed @DRUG$ platelets ( WRP ) ( pA2 = 6.68 +/- 0.08 ) and in homo platelet - fertile plasm ( HPRP ) ( IC50 = 0.68 microM ) , while not affecting adenosine diphosphate - or arachidonic acid-induced platelet aggregation .	- also competitively inhibited @DRUG$ It induced platelet aggregation in washed @DRUG$ platelets ( pA2 ) ( 6.68 = WRP +/- 0.08 ) and in human platelet - or plasma ( HPRP ) ( IC50 = 0.68 microM ) , while not affecting ADP - rich arachidonic acid-induced platelet aggregation .	It also competitively inhibited @DRUG$ induced platelet aggregation in @DRUG$ platelets ( WRP ) ( pA2 = 6.68 +/- ) in human platelet - rich plasma ( HPRP ) IC50 = 0.68 microM ) while affecting ADP - or acid-induced platelet aggregation .	@DRUG$ competitively inhibited @DRUG$ - induced platelet aggregation in both washed DRUGB platelets and human platelet - rich plasma.	0
0	CONCLUSION: There was no statistically significant difference between one-week triple therapy regimen (omeprazole, @DRUG$, @DRUG$) with high dose omeprazole (2 x 40 mg/day) and regimen with low dose omeprazole (2 x 20 mg/day) in curing H. pylori infection in patients with active duodenal ulcer disease.	CONCLUSION : There was no statistically important difference between one- week triple therapy regimen ( omeprazole , @DRUG$ , @DRUG$ ) with high dose omeprazole ( 2 x 40 mg / day ) and regimen with moo dose omeprazole ( 2 x 20 mg / day ) in heal H. pylori transmission in patient role with fighting duodenal ulcer disease .	CONCLUSION : There ( no statistically in difference between one- week therapy triple regimen was omeprazole , @DRUG$ , @DRUG$ ) with high H. day ( 2 x 40 regimen / omeprazole ) and mg with low dose omeprazole ( 2 x 20 mg / day ) in curing dose pylori infection significant patients with active duodenal ulcer disease .	CONCLUSION : There was no statistically significant difference between week triple therapy regimen ( omeprazole , @DRUG$ , @DRUG$ ) with high dose omeprazole ( 2 x 40 mg / ) and regimen low dose omeprazole ( 2 x 20 mg / day ) in curing H. pylori infection in patients active duodenal ulcer disease .	There was no statistically significant difference between one- week triple therapy regimen ( omeprazole , @DRUG$ , @DRUG$ ) with high dose omeprazole ( 2 x 40 mg / day ) and regimen with low dose omeprazole ( 2 x 20 mg / day ) in	0
0	Further studies are warranted to show the role of human @DRUG$ in the antitumor efficacy of @DRUG$.	Further studies are warranted to show the role of human @DRUG$ in the antitumour efficacy of @DRUG$ .	Further studies are warranted to show the role the human @DRUG$ in of antitumor efficacy of @DRUG$ .	Further studies are warranted to show role of human @DRUG$ in antitumor efficacy of @DRUG$ .	Further studies are needed to determine how human @DRUG$ affects the ability of @DRUG$ to fight tumors.	0
0	After a single oral dose of hydroxyzine, 0.7 mg/kg (mean dose 39.0 +/- 5.4 mg), the mean maximum serum @DRUG$ concentration of 72.5 +/- 11.1 @DRUG$/ml occurred at a mean time of 2.1 +/- 0.4 hr.	After a unity viva dose of vistaril , 0.7 mg / kg ( mean dose 39.0 +/- 5.4 mg ) , the mean maximum serum @DRUG$ concentration of 72.5 +/- 11.1 @DRUG$ / ml occurred at a mean prison term of 2.1 +/- 0.4 hr .	0.7 a single oral dose of hydroxyzine dose After mg / kg ( mean , 39.0 at 5.4 mg ) +/- the mean maximum serum @DRUG$ concentration of 72.5 , 11.1 @DRUG$ / ml occurred +/- a mean time of 2.1 +/- 0.4 hr .	After a single oral dose of hydroxyzine , 0.7 mg / kg ( mean dose 39.0 +/- 5.4 mg ) , the mean maximum serum @DRUG$ concentration of 72.5 +/- 11.1 @DRUG$ / ml occurred at a mean time of +/- .	After a single oral dose of hydroxyzine, the mean maximum serum @DRUG$ concentration of 72.5 +/- 11.1 @DRUG$/ml occurred at a mean time of 2.1 +/- 0.4 hr.	0
0	At week 12, bempedoic acid reduced the mean LDL cholesterol level by 19.2 @DRUG$ per deciliter, representing a change of -16.5% from baseline (difference vs. placebo in change from baseline, -18.1 percentage points; 95% confidence interval, -20.0 to -16.1; @DRUG$<0.001).	astatine week 12 , bempedoic acid reduced the miserly LDL cholesterol level by 19.2 @DRUG$ per decilitre , representing a change of - 16.5 % from baseline ( difference vs. placebo in change from baseline , - 18.1 share points ;  % confidence interval , - 20.0 to - 16.1 ; @DRUG$ <0.001 ) .	At week 12 , bempedoic - reduced the mean LDL cholesterol level by 19.2 @DRUG$ per deciliter , representing a change , - acid % from baseline ( difference vs. placebo in percentage from baseline 16.5 , 18.1 change points ; 95 % confidence interval of - 20.0 to - 16.1 ; @DRUG$ <0.001 ) .	At week 12 , bempedoic acid reduced the mean LDL cholesterol level by 19.2 @DRUG$ deciliter , representing a change of - % from baseline ( difference vs. placebo change from baseline , - 18.1 percentage points % interval , - 20.0 to - 16.1 @DRUG$ )	At week 12, bempedoic acid reduced the mean LDL cholesterol level by 19.2 @DRUG$ per deciliter, representing a change of -16.5% from baseline (difference vs. placebo in change from baseline, -18.1 percentage points; 95% confidence interval	1
0	All groups received 20 @DRUG$ of @DRUG$ and 50 mg of chlorpromazine im during the first 3 days, followed by wash-out for 2 days and then oral pipotiazine, haloperidol or placebo for the following 21 days.	All chemical group received 20 @DRUG$ of @DRUG$ and 50 mg of chlorpromazine im during the first 3 days , be by dampen - out for ii days and then oral pipotiazine , haloperidol or placebo for the following 21 days .	50 groups received for @DRUG$ pipotiazine @DRUG$ and All mg of or im during the first 3 days , followed by wash - out for 2 days and then oral of , haloperidol chlorpromazine placebo 20 the following 21 days .	All groups received 20 @DRUG$ of @DRUG$ and 50 mg of chlorpromazine im during the first 3 days , followed by wash - out for 2 days then oral pipotiazine , haloperidol or placebo for the following 21 days .	All groups received 20 doses of @DRUG$, which was a combination of @DRUG$ and chlorpromazine, during the first 3 days. There was a 2 day wash-out period, and then the participants were given oral pipotiazine, haloperidol, or placebo for the	0
0	Permethrin also appeared more effective in reducing itch persistence than either @DRUG$ (94 participants, 1 trial) or @DRUG$ (490 participants, 2 trials).	Permethrin also appeared more effectual in reducing itch persistence than either @DRUG$ ( 94 player , 1 trial ) or @DRUG$ ( 490 player , 2 trials ) .	Permethrin also appeared more , in reducing itch persistence than either @DRUG$ 94 ( participants , 1 trial ) or @DRUG$ ( 490 participants effective 2 trials ) .	Permethrin appeared more effective in reducing itch either @DRUG$ ( 94 participants , 1 trial or @DRUG$ participants , 2 trials ) .	Permethrin also appeared more effective in reducing itch persistence than either @DRUG$ ( 94 participants , 1 trial ) or @DRUG$ ( 490 participants , 2 trials ) ."DRUGA is more effective than DRUGB in reducing itch persistence.	0
0	There are two protease inhibitors, @DRUG$ (VX-950, Vertex) and boceprevir (SCH 503034, Schering-Plough); and three polymerase inhibitors, valopicitabine (NM283, Idenix), @DRUG$ (Roche), and HCV-796 (Viropharma) that have advanced to late-stage clinical trials.	in that location are  proteolytic enzyme inhibitors , @DRUG$ ( VX - 950 , vertex ) and boceprevir ( SCH 503034 , Schering - Plough ) ; and three polymerase inhibitors , valopicitabine ( NM283 , Idenix ) , @DRUG$ ( Roche ) , and HCV - 796 ( Viropharma ) that have get ahead to late-stage clinical trials .	There are two protease inhibitors have @DRUG$ ( advanced - , , Vertex ) and ) ( SCH 503034 , Roche - Plough ) ; and three polymerase inhibitors , valopicitabine ( NM283 , Idenix boceprevir , @DRUG$ ( Schering ) , and HCV - 796 ( Viropharma ) that 950 VX to late-stage clinical trials .	There are two protease inhibitors , @DRUG$ ( VX - 950 , Vertex ) boceprevir SCH 503034 , Schering - Plough ) ; and three polymerase inhibitors , valopicitabine , Idenix ) , @DRUG$ ( Roche ) , and HCV - 796 ( Viropharma ) that have advanced to clinical trials .	There are two protease inhibitors (@DRUG$ and boceprevir) and three polymerase inhibitors (valopicitabine, @DRUG$, and HCV-796) that have advanced to late-stage clinical trials.	0
0	In comparative clinical trials, caspofungin was no less effective than liposomal amphotericin B in the empirical treatment of neutropenic patients with persistent fever, amphotericin B @DRUG$ in the treatment of invasive candidiasis or @DRUG$ in the treatment of oesophageal candidiasis.	inward relative clinical trials , caspofungin was no less effective than liposomal amphotericin B in the empiric treatment of neutropenic patients with haunting fever , amphotericin B @DRUG$ in the treatment of invasive candidiasis or @DRUG$ in the treatment of oesophageal candidiasis .	In comparative clinical trials , than was no less caspofungin effective liposomal amphotericin B in the empirical candidiasis of neutropenic patients with persistent fever , amphotericin B @DRUG$ invasive the treatment of in candidiasis or @DRUG$ in the treatment of oesophageal treatment .	In comparative clinical trials , caspofungin was no than liposomal amphotericin in the empirical treatment of neutropenic patients with persistent fever , amphotericin B @DRUG$ in the treatment of invasive candidiasis or @DRUG$ in the treatment of oesophageal candidiasis .	Caspofungin is just as effective as liposomal amphotericin B in the treatment of various infections, including fever, candidiasis, and oesophageal candidiasis.	1
1	The relative hypnotic efficacy of @DRUG$ compared with that of @DRUG$ and zolpidem is not yet clearly established.	The relative hypnotic efficacy of @DRUG$ compared with that of @DRUG$ and zolpidem is not yet clearly instal .	The relative hypnotic efficacy of @DRUG$ compared with that and @DRUG$ of zolpidem is not yet clearly established .	The hypnotic efficacy of @DRUG$ compared with that of @DRUG$ and zolpidem is not yet clearly established .	It is not yet clear if @DRUG$ is more effective than @DRUG$ at making people sleepy.	0
0	Need for more than one dose of surfactant was significantly lower in infants treated with an initial dose of 200 mg/kg poractant alfa in comparison to the @DRUG$-treated group ( @DRUG$ < 0.002).	Need for more than unmatchable dot of surfactant was significantly lower in infants treated with an initial dot of cc mg / kg poractant alfa in comparison to the @DRUG$ - treated group ( @DRUG$ < 0.002 ) .	Need for more than one dose / surfactant was significantly lower in infants alfa with an initial kg of 200 mg of dose poractant treated in comparison to the @DRUG$ - treated group ( @DRUG$ < 0.002 ) .	Need for than one dose surfactant was significantly lower in infants treated with an initial dose of 200 mg kg poractant in comparison to the @DRUG$ - treated group ( @DRUG$ < 0.002 ) .	The need for more than one dose of surfactant was significantly lower in infants treated with an initial dose of 200 mg / kg poractant alfa in comparison to the @DRUG$ - treated group.	1
0	The prostaglandin (PG) mediated pain (@DRUG$-, @DRUG$- and acetic acid-induced writhing) was inhibited by all the three types of compounds, however, pain reaction where PGs are not involved (MgSO4-writhing) was inhibited only by rimazolium and morphine but not, or only slightly, by PG synthesis inhibitors.	The prostaglandin ( PG ) intermediate pain ( @DRUG$ - , @DRUG$ - and acetic acid-induced writhing ) was inhibited by all the triplet types of heighten , even so , pain response where PGs are not involved ( MgSO4 - writhing ) was inhibited only by rimazolium and morphia but not , or only slightly , by PG synthesis inhibitors .	The prostaglandin ( PG ) mediated ) ( @DRUG$ - , @DRUG$ - and acetic acid-induced writhing pain was was by all the three types of compounds , however , pain reaction where by are not involved ( writhing - MgSO4 ) inhibited inhibited PGs only rimazolium and morphine but not , or only slightly , by PG synthesis inhibitors .	The prostaglandin ( PG ) mediated pain ( @DRUG$ - , @DRUG$ and acetic acid-induced writhing ) was inhibited by all the three types of however , pain where PGs not involved ( MgSO4 - writhing ) was inhibited only by rimazolium and morphine but not , or only slightly by PG synthesis inhibitors .	The prostaglandin ( PG ) mediated pain ( @DRUG$ - , @DRUG$ - and acetic acid-induced writhing ) was inhibited by all the three types of compounds , however , pain reaction where PGs are not involved ( MgSO4 - writhing ) was inhibited	0
0	A tiamulin @DRUG$ >2 microg/ml was obtained for 14% (n=13) of the isolates and these were also tested against doxycycline, salinomycin, valnemulin, @DRUG$ and aivlosin.	A tiamulin @DRUG$ >2 microg / cc was obtained for 14 % ( n=13 ) of the isolate and these were as well tested against doxycycline , salinomycin , valnemulin , @DRUG$ and aivlosin .	A tiamulin @DRUG$ >2 microg / ml for obtained was salinomycin % ( n=13 ) of the isolates and these were also tested against doxycycline , 14 , valnemulin , @DRUG$ and aivlosin .	tiamulin @DRUG$ >2 microg / ml was obtained for 14 % ( n=13 ) of the isolates and these were also tested against doxycycline salinomycin , valnemulin , @DRUG$ and aivlosin .	A tiamulin @DRUG$ >2 microg / ml was obtained for 14 % ( n=13 ) of the isolates and these were also tested against doxycycline , salinomycin , valnemulin , @DRUG$ and aivlosin ."This	0
0	Chronic systemic @DRUG$ exposure induces memory loss, neurodegeneration, and oxidative damage in mice: protective effects of R-@DRUG$.	Chronic systemic @DRUG$ exposure induct memory loss , neurodegeneration , and oxidative damage in mice : protective impression of R-@DRUG$ .	Chronic systemic @DRUG$ , induces memory loss exposure neurodegeneration , and oxidative mice in damage : protective effects of R-@DRUG$ .	Chronic systemic @DRUG$ exposure induces , neurodegeneration , and oxidative in mice protective effects of R-@DRUG$ .	Chronic systemic @DRUG$ exposure can cause memory loss, neurodegeneration, and oxidative damage in mice. However, the protective effects of R-@DRUG$ may help to prevent these negative effects.	0
0	Eight weeks after disease induction, anti-PDGF-D therapy significantly ameliorated focal segmental glomerulosclerosis, podocyte damage (de novo desmin expression), tubulointerstitial damage, and fibrosis as well @DRUG$ the accumulation of renal interstitial matrix including type III collagen and @DRUG$.	Eight weeks after disease elicitation , anti-PDGF - d therapy significantly ameliorated focal segmental glomerulosclerosis , podocyte damage ( diamond state novo desmin expression ) , tubulointerstitial damage , and fibrosis as well @DRUG$ the accumulation of renal interstitial matrix including type deuce ace collagen and @DRUG$ .	de weeks after disease induction , anti-PDGF - D therapy significantly ameliorated focal segmental novo , podocyte damage ( Eight glomerulosclerosis desmin expression ) well tubulointerstitial damage fibrosis and , as , @DRUG$ the accumulation of renal interstitial matrix including type III collagen and @DRUG$ .	Eight weeks after disease induction , anti-PDGF - D significantly ameliorated segmental glomerulosclerosis , podocyte damage ( de novo desmin expression ) , tubulointerstitial damage , fibrosis as well @DRUG$ the accumulation of renal interstitial matrix including type III collagen @DRUG$ .	Anti-PDGF-D therapy significantly ameliorated focal segmental glomerulosclerosis, podocyte damage, tubulointerstitial damage, and fibrosis as well as the accumulation of renal interstitial matrix including type III collagen.	1
0	The A allele independently increased the odds of requiring a low @DRUG$ dose [odds ratio (OR) 9.4; 95% confidence interval (CI) 1.9-46.4; @DRUG$ = 0.006], especially when the homozygous form was present (OR 44.2; 95% CI 5.5-354.6; P < 0.001).	The group a allele severally increased the odds of requiring a low gear @DRUG$ dose [ odds ratio ( OR ) 9.4 ; 95 % confidence interval ( CI ) 1.9-46.4 ; @DRUG$ = 0.006 ] , particularly when the homozygous form was present ( OR 44.2 ; 95 % CI 5.5-354.6 ; phosphorus < 0.001 ) .	The A ( independently increased the odds 95 requiring ; low @DRUG$ dose [ odds ratio ( OR % 9.4 ; 95 % confidence interval ( CI ) 1.9-46.4 ; @DRUG$ = 0.006 form , especially when the homozygous ] was present allele OR 44.2 ; of ) CI 5.5-354.6 a P < 0.001 ) .	The A independently increased the odds of requiring a low @DRUG$ dose [ odds ratio OR ) 9.4 ; 95 % confidence interval ( CI ) 1.9-46.4 ; @DRUG$ = 0.006 ] , especially when the homozygous form was present ( OR ; 95 CI 5.5-354.6 ; < ) .	The A allele independently increased the odds of requiring a low @DRUG$ dose [ odds ratio ( OR ) 9.4 ; 95 % confidence interval ( CI ) 1.9-46.4 ; @DRUG$ = 0.006 ] , especially when the homozygous form was present ( OR	0
1	OBJECTIVES: To compare the clinical effectiveness of zaleplon, @DRUG$ or zopiclone (Z-drugs) with either benzodiazepines licensed and approved for use in the UK for the short-term management of insomnia (diazepam, loprazolam, @DRUG$, lormetazepam, nitrazepam, temazepam) or with each other.	object : To compare the clinical effectiveness of zaleplon , @DRUG$ or zopiclone ( Z- drug ) with either benzodiazepines licensed and approved for use in the united kingdom for the short- condition management of insomnia ( diazepam , loprazolam , @DRUG$ , lormetazepam , nitrazepam , restoril ) or with each other .	OBJECTIVES : To compare the clinical effectiveness of zaleplon , @DRUG$ or zopiclone drugs Z- ( ) with either benzodiazepines licensed in approved for use and the UK for ( short- term management , insomnia the diazepam , loprazolam , @DRUG$ of lormetazepam , nitrazepam , temazepam ) or with each other .	: To compare the clinical effectiveness of zaleplon , @DRUG$ or zopiclone ( Z- drugs ) with either benzodiazepines licensed and approved for use in the UK for the term management of insomnia ( diazepam , loprazolam , @DRUG$ lormetazepam , nitrazepam , temazepam or with each other .	Zaleplon was found to be as effective as all the benzodiazepines licensed and approved for use in the UK for the short-term management of insomnia, and was also as effective as zopiclone.	1
0	In patients with acute GORD with oesophagitis, omeprazole is at least as effective @DRUG$ lansoprazole or pantoprazole in promoting healing, and superior to ranitidine, cimetidine or @DRUG$ in oesophagitis healing and symptom relief.	In patients with penetrating GORD with esophagitis , omeprazole is at least as effective @DRUG$ lansoprazole or pantoprazole in promoting cure , and superior to ranitidine , cimetidine or @DRUG$ in esophagitis cure and symptom relief .	In patients with acute GORD with promoting , omeprazole is at to as effective @DRUG$ lansoprazole or symptom in oesophagitis healing , and superior least ranitidine , cimetidine or @DRUG$ in oesophagitis healing and pantoprazole relief .	In with acute GORD with oesophagitis , omeprazole is least as @DRUG$ lansoprazole or pantoprazole in promoting , and superior to ranitidine , cimetidine @DRUG$ in oesophagitis healing symptom relief .	In patients with acute GORD with oesophagitis, omeprazole is more effective than lansoprazole or pantoprazole in promoting healing, and superior to ranitidine, cimetidine, or other drugs in oesophagitis healing and symptom relief.	1
1	Prednisolone, 40 mg/day, a dose with antiinflammatory potency equivalent to 20 @DRUG$/day cloprednol, given subsequently to two subjects under identical conditions resulted in sodium and potassium excretion results similar to those of @DRUG$, 20 mg/day, but produced a much greater increase in nitrogen and calcium excretion.	Prednisolone , 40 mg / day , a dose with antiinflammatory potency equivalent to xx @DRUG$ / day cloprednol , render later on to two subjects under identical conditions resulted in sodium and potassium excretion results similar to those of @DRUG$ , xx mg / day , but produced a much dandy increase in n and calcium excretion .	Prednisolone , 40 mg / much , a dose with antiinflammatory potency equivalent to 20 @DRUG$ / day cloprednol , given subsequently to day subjects under identical mg resulted in sodium and / excretion results similar day those of @DRUG$ , 20 conditions potassium two , but produced a to greater increase in nitrogen and calcium excretion .	Prednisolone , 40 mg day , a dose with antiinflammatory potency equivalent to 20 @DRUG$ / day cloprednol given subsequently to two subjects under conditions resulted in sodium potassium excretion results similar to those of @DRUG$ 20 mg / day , but a much greater increase in nitrogen and calcium excretion .	Prednisolone, 40 mg/day, a dose with antiinflammatory potency equivalent to 20 @DRUG$/day cloprednol, given subsequently to two subjects under identical conditions resulted in sodium and potassium excretion results similar to those of @DRUG$, 20 mg/day, but	0
0	Selective cytochrome P450 inhibitors for CYP1A1/2 (@DRUG$ and 7,8-benzoflavone) and CYP3A4 (troleandomycin, gestodene, and @DRUG$) inhibited the formation of desmethylcyclobenzaprine, a major metabolite of cyclobenzaprine, in human liver microsomes.	Selective cytochrome P450 inhibitor for CYP1A1/2 ( @DRUG$ and 7,8- benzoflavone ) and CYP3A4 ( troleandomycin , gestodene , and @DRUG$ ) inhibited the formation of desmethylcyclobenzaprine , a john major metabolite of cyclobenzaprine , in human liver colored microsomes .	7,8- cytochrome P450 , for CYP1A1/2 ( @DRUG$ and of benzoflavone ) and CYP3A4 ( troleandomycin inhibitors gestodene , and @DRUG$ ) inhibited the formation Selective desmethylcyclobenzaprine , a major metabolite of cyclobenzaprine , in human liver microsomes .	Selective cytochrome P450 for CYP1A1/2 ( @DRUG$ and 7,8- benzoflavone ) and CYP3A4 ( troleandomycin , gestodene , and @DRUG$ inhibited the formation of desmethylcyclobenzaprine , major metabolite of cyclobenzaprine , in human liver microsomes .	@DRUG$ and @DRUG$ are selective cytochrome P450 inhibitors that inhibit the formation of desmethylcyclobenzaprine in human liver microsomes.	0
0	In general, the @DRUG$ and peginterferon plus @DRUG$ treatment is highly effective and its adverse events are similar to those of peginterferon plus ribavirin only, the exception being milder, reversible jaundice.	atomic number  general , the @DRUG$ and peginterferon plus @DRUG$ treatment is highly effective and its adverse event are similar to those of peginterferon plus ribavirin only , the exception being milder , two sided jaundice .	In general , milder @DRUG$ and peginterferon plus @DRUG$ treatment is highly effective and its adverse events are similar to ribavirin of peginterferon plus those only , the exception being the , reversible jaundice .	general , the @DRUG$ and peginterferon plus @DRUG$ treatment is highly effective and adverse events similar to those of peginterferon plus , the exception milder , reversible jaundice	The @DRUG$ and peginterferon plus @DRUG$ treatment is highly effective and its adverse events are similar to those of peginterferon plus ribavirin only, the exception being milder, reversible jaundice.	0
0	The concentrations of isoeugenyl acetate ranged from 20 to 4689 p.p.m. 13 products (44%) contained 64.9-1755.0 @DRUG$.p.m. isoeugenyl methyl @DRUG$.	The absorption of isoeugenyl acetate ranged from 20 to 4689 p.p.m. 13 mathematical product ( 44 % ) contained 64.9-1755.0 @DRUG$ .p.m. isoeugenyl methyl @DRUG$ .	The concentrations of isoeugenyl acetate ranged from 20 to 4689 p.p.m. 13 64.9-1755.0 products 44 % ) contained ( @DRUG$ .p.m. isoeugenyl methyl @DRUG$ .	The concentrations of isoeugenyl acetate from 20 to 4689 p.p.m. 13 ( 44 % contained 64.9-1755.0 @DRUG$ .p.m. isoeugenyl methyl @DRUG$ .	44% of the products contained 64.9-1755.0 @DRUG$ p.p.m. isoeugenyl methyl @DRUG$ .	0
0	The interval from injection to estrus for the 89 heifers that exhibited estrus in the synchronization period averaged 49.0 h and was not different among the @DRUG$ and @DRUG$ treated groups.	The interval from shot to estrus for the 89 heifers that exhibited estrus in the synchronization period average out 49.0 h and was not different among the @DRUG$ and @DRUG$ treated aggroup .	for interval from injection to estrus was the 89 heifers that exhibited estrus in treated synchronization period averaged 49.0 h and The not different among the @DRUG$ and @DRUG$ the groups .	The interval from injection to estrus for the 89 heifers that exhibited estrus in the synchronization period averaged 49.0 h and was not different among @DRUG$ and @DRUG$ treated groups .	There was no difference in the average time it took for the heifers to become fertile after being injected with either @DRUG$ or @DRUG$.	0
1	Comparison of the efficacy and safety of rosuvastatin versus atorvastatin, @DRUG$, and @DRUG$ across doses (STELLAR* Trial).	Comparison of the efficacy and safety of rosuvastatin versus atorvastatin , @DRUG$ , and @DRUG$ crossways doses ( prima * Trial ) .	Comparison of the efficacy and safety of across versus atorvastatin , @DRUG$ , rosuvastatin @DRUG$ and doses ( STELLAR * Trial ) .	Comparison of the efficacy and safety of rosuvastatin versus atorvastatin , @DRUG$ and @DRUG$ across doses ( STELLAR * Trial ) .	The efficacy and safety of rosuvastatin is compared to atorvastatin across doses in the STELLAR Trial.	1
0	The possibility of using anxiolytics such @DRUG$: buspirone, @DRUG$, meprobamate and beta-blockers: metoprolol and oxprenolol is also considered in order to treat the anxiety appearing as one of the symptoms of abstinence.	The possibility of using anxiolytics such @DRUG$ : buspirone , @DRUG$ , meprin and beta-blockers : metoprolol and oxprenolol is also considered in order to treat the anxiety coming into court as one of the symptoms of abstention .	one possibility of using anxiolytics such @DRUG$ : buspirone treat @DRUG$ , meprobamate and beta-blockers : metoprolol and oxprenolol The also considered in order to , the anxiety appearing as is of the symptoms of abstinence .	The possibility of using anxiolytics such @DRUG$ : buspirone , @DRUG$ , meprobamate and beta-blockers : metoprolol and oxprenolol is also considered in order to treat the anxiety appearing as one of the symptoms of .	The possibility of using @DRUG$ (anxiolytics such as buspirone, meprobamate, and beta-blockers such as metoprolol and oxprenolol) to treat the anxiety appearing as one of the symptoms of abstinence is also considered.	1
0	SN-38, @DRUG$, is the active metabolite of @DRUG$ (CPT-11), a topoisomerase I inhibitor commercially available as Camptosar.	SN - 38 , @DRUG$ , is the active agent metabolite of @DRUG$ ( CPT - 11 ) , a topoisomerase I inhibitor commercially uncommitted as Camptosar .	SN - topoisomerase , @DRUG$ , is the active metabolite of @DRUG$ ( CPT - 11 commercially , a 38 I inhibitor ) available as Camptosar .	SN - 38 , @DRUG$ , is the active metabolite @DRUG$ ( CPT - , a topoisomerase I inhibitor commercially available as Camptosar .	SN - 38 is the active metabolite of @DRUG$ ( CPT - 11 ), a topoisomerase I inhibitor commercially available as Camptosar .	1
1	Compared to @DRUG$ IR 86 mg, the prolonged-release characteristics of tapentadol PR 86 @DRUG$ were evident with a lower Cmax (22.5 ng/ml vs. 64.2 ng/ml), a longer time to Cmax (5.0 h vs. 1.5 h), a higher half-value duration (HVD: 12.5 h vs. 3.6 h), and a longer mean residence time (MRT: 10.6 h vs. 6.0 h).	compare to @DRUG$ IR 86 mg , the drawn out - release characteristics of tapentadol porto rico 86 @DRUG$ were evident with a lower Cmax ( 22.5 ng / ml vs. 64.2 ng / ml ) , a foresighted time to Cmax ( 5.0 h vs. 1.5 h ) , a high half - note value continuance ( HVD : 12.5 h vs. 3.6 h ) , and a foresighted have in mind residence time ( MRT : 10.6 h vs. 6.0 h ) .	Compared 86 @DRUG$ IR to mg , the prolonged - 64.2 characteristics of tapentadol PR 86 @DRUG$ were evident with a lower Cmax ( value ng / ml vs. h ) / ml ) , a longer h to Cmax ( 5.0 h vs. 1.5 h ) , vs. higher half time 22.5 duration ( HVD : 12.5 time a 3.6 release ) , and a longer mean residence - ( MRT : 10.6 h vs. 6.0 h ng .	Compared to @DRUG$ IR 86 mg , the - release characteristics of tapentadol PR 86 @DRUG$ were evident with lower Cmax ( 22.5 ng / ml 64.2 / ml ) , a longer time to Cmax ( 5.0 h vs. 1.5 h ) a higher half value duration ( HVD : 12.5 h vs. 3.6 h ) and a longer mean residence time ( MRT : 10.6 h vs. 6.0 h ) .	Compared to @DRUG$ IR 86 mg, the prolonged-release characteristics of tapentadol PR 86 @DRUG$ were evident with a lower Cmax (22.5 ng/ml vs. 64.2 ng/ml), a longer time to Cmax (5.0 h vs.	0
0	Food had a significant effect (P < .01) on the extent of absorption (AUC(0-infinity) = 37.4 +/- 15.4 @DRUG$ x h/@DRUG$ [fed] vs 46.6 +/- 16.8 mg x h/L [fasted]), rate of absorption was considerably (P < .001) prolonged (t(max) = 1.5 +/- 0.4 hours [fed] vs 0.7 +/- 0.2 hours [fasted]), and peak concentrations were significantly (P < .001) decreased (C(max) = 9.2 +/- 2.9 mg/L [fed] vs 13.0 +/- 1.8 mg/L [fasted]).	food had a significant core ( atomic number  < .01 ) on the extent of immersion ( auc ( 0 - infinity ) = 37.4 +/- 15.4 @DRUG$ x h/@DRUG$ [ fed ] vs 46.6 +/- 16.8 milligram x h/L [ fast ] ) , rank of immersion was substantially ( atomic number  < .001 ) prolonged ( t( easy lay ) = 1.5 +/- 0.4 hours [ fed ] vs 0.7 +/- 0.2 hours [ fast ] ) , and peak concentrations were importantly ( atomic number  < .001 ) decreased ( C( easy lay ) = 9.2 +/- 2.9 milligram / L [ fed ] vs 13.0 +/- 1.8 milligram / L [ fast ] ) .	Food had a significant effect ( h/L 0.4 .01 ) @DRUG$ the extent of absorption ( AUC ( 0 - infinity ) = 37.4 +/- 15.4 on x h/@DRUG$ [ hours ] vs 46.6 +/- 16.8 mg x ] [ fasted ) ) , rate of absorption was considerably ( P < .001 ) prolonged ( t( max / [ 1.5 +/- < 0.7 [ fed ] vs hours ) 0.2 fed [ fasted ] ) , and peak concentrations were significantly ( P < .001 ) decreased ( C( max fed = 9.2 +/- 2.9 mg / L [ ] P vs 13.0 +/- 1.8 mg +/- L = fasted ] ) .	Food had a significant effect ( P < .01 ) on absorption ( AUC ( 0 infinity ) = 37.4 +/- 15.4 @DRUG$ x h/@DRUG$ [ fed ] vs 46.6 +/- 16.8 mg x h/L [ fasted ] ) , rate of absorption was considerably ( P < .001 ) prolonged ( t( max ) 1.5 +/- 0.4 [ fed ] vs 0.7 +/- 0.2 hours [ fasted ] ) , and peak concentrations significantly ( P < .001 ) decreased ( C( max ) = 9.2 +/- 2.9 mg / L [ fed ] vs 13.0 1.8 mg L [ fasted ] ) .	Food had a significant effect ( P < .01 ) on the extent of absorption ( AUC ( 0 - infinity ) = 37.4 +/- 15.4 @DRUG$ x h/@DRUG$ [ fed ] vs 46.6 +/- 16.8 mg x h/L [ fasted	0
0	Positive and relevant patch test reactions to @DRUG$, @DRUG$ well as the bufexamac-containing ointment, were seen in 20 out of these 35 patients (57%), and sensitization occurred even after short-term application.	Positive and relevant temporary hookup test reactions to @DRUG$ , @DRUG$ well as the bufexamac-containing salve , were seen in 20 out of these 35 patients ( 57 % ) , and sensitization occurred even after shortstop -term application .	Positive and relevant patch test reactions to @DRUG$ , @DRUG$ well in the bufexamac-containing ointment , were seen as 20 35 57 these out patients ( of % ) , and sensitization occurred even after short -term application .	Positive and relevant patch reactions @DRUG$ @DRUG$ well as the bufexamac-containing ointment , were seen in 20 of these patients ( 57 % ) , and sensitization occurred even after short -term application .	Positive and relevant patch test reactions to @DRUG$ and @DRUG$ were seen in 20 out of these 35 patients (57%), and sensitization occurred even after short-term application.	0
0	In an in vivo study, the single-dose pharmacokinetics of MPA did not change significantly when misoprostol (200 microg) was given alone or concomitantly with 975 @DRUG$ of @DRUG$.	In an in vivo field , the i - dose pharmacokinetics of MPA did not change significantly when misoprostol (  microg ) was given alone or concomitantly with 975 @DRUG$ of @DRUG$ .	In an in vivo significantly , the single - of was of MPA did not change study when misoprostol ( 200 microg ) pharmacokinetics given alone or concomitantly with 975 @DRUG$ dose @DRUG$ .	In an in vivo study the - dose pharmacokinetics of MPA not change significantly when ( 200 microg ) was given alone or concomitantly with 975 @DRUG$ of @DRUG$ .	When misoprostol (200 microg) was given alone or concomitantly with 975 @DRUG$ of @DRUG$, the single-dose pharmacokinetics of MPA did not change significantly.	0
0	This review addresses the findings of this systematic search, including the need for new oral anticoagulants, the development and pharmacology of @DRUG$, and the results of completed @DRUG$ well as ongoing trials with rivaroxaban.	This review addresses the findings of this taxonomic search , including the need for new oral anticoagulants , the ontogeny and pharmacology of @DRUG$ , and the results of completed @DRUG$ well as ongoing tryout with rivaroxaban .	This review addresses the findings well this systematic search , including the need for new oral anticoagulants , the development and pharmacology as @DRUG$ , and the results of completed @DRUG$ of of ongoing trials with rivaroxaban .	This review addresses the findings of this systematic search including for new oral anticoagulants , the development and pharmacology of @DRUG$ , and the results completed @DRUG$ as trials with rivaroxaban .	@DRUG$ is a new oral anticoagulant that has been developed, and @DRUG$ is an ongoing trial with rivaroxaban.	0
0	(45--91 @DRUG$/ml @DRUG$ equiv.)	( 45 - - 91 @DRUG$ / cc @DRUG$ equiv . )	( 45 91 - - @DRUG$ / ml @DRUG$ equiv . )	( 45 - - 91 @DRUG$ / ml @DRUG$ equiv . )	For every 45 milliliters of @DRUG$, there is 91 milliliters of @DRUG$ equivalent.	0
0	Three possible contenders for the replacement of @DRUG$ as first-line treatment are scrutinized: @DRUG$, aromatase inhibitors and low-dose FSH.	ternion potential contenders for the replacement of @DRUG$ as first-line treatment are scrutinized : @DRUG$ , aromatase inhibitors and low-dose FSH .	Three possible contenders for the replacement of @DRUG$ as treatment first-line low-dose scrutinized : @DRUG$ , aromatase inhibitors and are FSH .	Three possible contenders for the replacement of @DRUG$ as first-line treatment are scrutinized : @DRUG$ , aromatase inhibitors and low-dose FSH .	There are three possible replacements for @DRUG$ as the first-line treatment: @DRUG$, aromatase inhibitors, and low-dose FSH.	0
1	Effects of @DRUG$ and chlordiazepoxide on turnover and uptake of @DRUG$ in the brain.	Effects of @DRUG$ and librium on turnover and uptake of @DRUG$ in the brain .	Effects on @DRUG$ and chlordiazepoxide of turnover and uptake of @DRUG$ in the brain .	Effects of @DRUG$ and chlordiazepoxide turnover and uptake of @DRUG$ in the brain .	@DRUG$ affects the way @DRUG$ is processed by the brain.	0
0	Injection of carrageenan into the pleural cavity of rats elicited an acute inflammatory response characterized by: fluid accumulation in the pleural cavity which contained a large number of neutrophils (PMNs) as well as an infiltration of PMNs in lung tissues and subsequent lipid peroxidation, and increased production of nitrite/@DRUG$ (NOx), @DRUG$ (PGE2), tumour necrosis factor alpha, (TNFalpha), interleukin-1beta (IL-1beta), interleukin-6 (IL-6) and interleukin-10 (IL-10).	Injection of carrageenan into the pleural cavity of skunk elicited an keen inflammatory response characterise by : liquid accretion in the pleural cavity which contained a large number of neutrophile ( PMNs ) as well as an infiltration of PMNs in lung tissues and subsequent lipid peroxidation , and increased production of nitrite / @DRUG$ ( night ) , @DRUG$ ( PGE2 ) , neoplasm necrosis factor out alpha , ( TNFalpha ) , interleukin-1beta ( IL -1beta ) , interleukin - 6 ( IL - 6 ) and interleukin - 10 ( IL - 10 ) .	large of an into the pleural cavity of rats elicited an acute inflammatory response characterized by : fluid accumulation in the pleural cavity 6 contained a Injection number of ( ( as ) , well as carrageenan infiltration of PMNs in lung tissues and subsequent PMNs peroxidation , tumour increased production of nitrite / @DRUG$ ( NOx ) , @DRUG$ ( PGE2 ) , 10 necrosis factor alpha , neutrophils TNFalpha ) lipid interleukin-1beta ( IL -1beta ) , interleukin - which ( IL - 6 ) and interleukin - and ( IL - 10 ) .	Injection of carrageenan into the pleural cavity of rats an acute inflammatory response characterized by : fluid accumulation in the pleural cavity which contained a large number of neutrophils ( PMNs ) as well as an infiltration of PMNs in lung tissues and subsequent lipid peroxidation , and increased production nitrite / @DRUG$ ( NOx ) @DRUG$ ( PGE2 ) , tumour necrosis alpha ( TNFalpha , interleukin-1beta ( IL -1beta ) interleukin - 6 ( IL - 6 ) and - 10 ( IL - 10 ) .	Injection of carrageenan into the pleural cavity of rats elicited an acute inflammatory response characterized by : fluid accumulation in the pleural cavity which contained a large number of neutrophils ( PMNs ) as well as an infiltration of PMNs in lung tissues and subsequent lipid peroxidation	1
0	The kinetics of @DRUG$ were dose dependent with the apparent volume of distribution (V/@DRUG$) varying from 920 L at a dose of 3.1 mg of perindoprilat to 470 L at a dose of 12.3 mg, in normal volunteers.	The kinetics of @DRUG$ were dose dependent with the evident volume of distribution ( V / @DRUG$ ) varying from 920 L at a dose of 3.1 atomic number  of perindoprilat to 470 L at a dose of 12.3 atomic number  , in convention voluntary .	of kinetics of @DRUG$ were dose dependent with the varying volume of distribution ( V / @DRUG$ ) apparent from 920 L at a volunteers The 3.1 mg of perindoprilat to 470 L dose a dose of 12.3 mg , in normal at .	The kinetics of @DRUG$ were dose dependent with the volume of distribution ( V / @DRUG$ ) varying from 920 L at a dose of mg of perindoprilat to 470 L at a dose 12.3 mg , in normal volunteers .	The kinetics of @DRUG$ were dose dependent with the apparent volume of distribution ( V / @DRUG$ ) varying from 920 L at a dose of 3.1 mg of perindoprilat to 470 L at a dose of 12.3 mg , in normal volunteers ."In	0
0	Oxidative stress, @DRUG$ noted by renal nitrotyrosine level and urine @DRUG$, were elevated in this model and was significantly reduced by nicorandil treatment.	Oxidative stress , @DRUG$ noted by renal nitrotyrosine level and urine @DRUG$ , were elevated in this model and was importantly concentrate by nicorandil treatment .	Oxidative stress , @DRUG$ noted by renal nitrotyrosine level and nicorandil @DRUG$ , were elevated in this model significantly was and reduced by urine treatment .	Oxidative stress @DRUG$ noted renal nitrotyrosine level and urine @DRUG$ , elevated in this model and was significantly reduced by nicorandil treatment .	Oxidative stress was elevated in this model and was significantly reduced by nicorandil treatment.	1
0	With the pathogenic yeast species C. albicans and C. guilliermondii, the most efficient derivatives (6-formamido-2-propylthio-, 6-formamido-2-butylthio-, 6-formamido-2-butylthio-, 6-formamido-2-penthylthio- and 6-formamido-2-isopentylthiobenzothiazole) exhibited ED50 values in the range from 2.2 to 21 mg/@DRUG$ and were thus 3-35 times more efficient than @DRUG$ (Dermacid) that is normally used.	With the infective yeast specie C. albicans and C. guilliermondii , the most efficient derivatives ( 6-formamido-2-propylthio - , 6 -formamido-2-butylthio - , 6 -formamido-2-butylthio- , 6-formamido-2-penthylthio- and 6-formamido-2-isopentylthiobenzothiazole ) exhibited ED50 values in the range from 2.2 to 21 mg / @DRUG$ and were frankincense ternary - 35 multiplication more efficient than @DRUG$ ( Dermacid ) that is unremarkably used .	With the pathogenic , species C. albicans more C. guilliermondii , the most efficient derivatives ( 6-formamido-2-propylthio - , ( -formamido-2-butylthio - to 6 -formamido-2-butylthio- yeast 6-formamido-2-penthylthio- and 6-formamido-2-isopentylthiobenzothiazole ) exhibited , values in the range from 2.2 3 21 mg / @DRUG$ and were thus ED50 - 35 times and efficient than @DRUG$ 6 Dermacid ) that is normally used .	With the pathogenic yeast species C. albicans and C. guilliermondii , the most efficient ( 6-formamido-2-propylthio - , 6 -formamido-2-butylthio - , 6-formamido-2-penthylthio- and 6-formamido-2-isopentylthiobenzothiazole ) exhibited ED50 values in the range from 2.2 to 21 mg / @DRUG$ and were thus 3 - 35 times more efficient than @DRUG$ ( Dermacid ) that is normally used .	The most efficient derivatives of @DRUG$ were 3 - 35 times more efficient than @DRUG$ ( Dermacid ) that is normally used .	0
0	In high-grade NET there was higher uptake of (18)F-FDG over (68)Ga-@DRUG$ (median SUV 11.7 vs 4.4, @DRUG$ = .03).	inwards high- grade final there was higher uptake of ( 18 ) F - FDG over ( 68 ) Ga- @DRUG$ ( median SUV 11.7 v 4.4 , @DRUG$ = .03 ) .	In high- grade NET F 11.7 higher uptake of was 18 ) there - FDG over ( 68 ) Ga- @DRUG$ ( median SUV ( vs 4.4 , @DRUG$ = .03 ) .	In high- grade NET there was higher uptake of ( 18 ) F - FDG over ( 68 ) Ga- @DRUG$ ( median SUV 11.7 vs 4.4 , @DRUG$ = .03 ) .	In high- grade NET there was higher uptake of ( 18 ) F - FDG over ( 68 ) Ga- @DRUG$ ( median SUV 11.7 vs 4.4 , @DRUG$ = .03 ) ."This means that in high- grade NET, there was a higher	0
0	@DRUG$ may also be activated as a platinating agent and radiosensitizer by a minor hydrogen radical free radical mechanism @DRUG$ well as the more dominant NAPCET mechanism.	@DRUG$ crataegus laevigata as well be activated as a platinating agent and radiosensitizer by a minor hydrogen radical free radical mechanism @DRUG$ well as the more dominant NAPCET mechanism .	@DRUG$ may also be activated radical a platinating agent and radiosensitizer free a minor hydrogen radical by as mechanism @DRUG$ well as the more dominant NAPCET mechanism .	@DRUG$ may also be activated as a platinating agent and radiosensitizer by a minor hydrogen radical free radical mechanism @DRUG$ well the more dominant NAPCET mechanism .	@DRUG$ may also be activated as a platinating agent and radiosensitizer by a minor hydrogen radical free radical mechanism @DRUG$ well as the more dominant NAPCET mechanism ."DRUGA and DRUGB are both activated by a minor hydrogen radical free radical mechanism.	0
0	PaO2 and haemoglobin @DRUG$ saturation decreased after medetomidine, and @DRUG$-midazolam caused a marked hypoxaemia.	PaO2 and haemoglobin @DRUG$ saturation decreased after medetomidine , and @DRUG$ - midazolam caused a mark off hypoxaemia .	PaO2 after haemoglobin @DRUG$ saturation decreased and medetomidine , and @DRUG$ - midazolam caused a marked hypoxaemia .	PaO2 and haemoglobin @DRUG$ saturation after medetomidine , and @DRUG$ - midazolam caused a marked hypoxaemia .	After medetomidine was given, PaO2 and haemoglobin @DRUG$ saturation decreased, and this was marked after midazolam was given.	1
0	Moreover, addition of 1 mM Fe3+, which oxidizes ascorbic acid to @DRUG$ and also enhances the formation of hydroxyl radicals by @DRUG$ in the culture media, strongly enhanced the antiviral activity of ascorbic acid to a level significantly stronger than that of dehydroascorbic acid.	Moreover , addition of 1 millimeter Fe3 + , which oxidizes ascorbic acid to @DRUG$ and also enhances the formation of hydroxyl radicals by @DRUG$ in the culture media , strongly enhanced the antiviral agent activity of ascorbic acid to a unwavering importantly stronger than that of dehydroascorbic acid .	Moreover , addition of enhanced mM Fe3 + 1 which oxidizes ascorbic acid culture @DRUG$ and also enhances the formation of hydroxyl radicals by @DRUG$ in the to media , strongly antiviral the , activity of ascorbic acid to a level significantly stronger than that of dehydroascorbic acid .	Moreover , addition of 1 mM Fe3 + , which oxidizes ascorbic acid to @DRUG$ and also enhances formation of hydroxyl radicals @DRUG$ in the culture media , strongly enhanced the antiviral activity of ascorbic acid to a level significantly stronger than that of dehydroascorbic acid .	@DRUG$ is formed when ascorbic acid is oxidized by Fe3+, and @DRUG$ is formed when ascorbic acid is oxidized by DRUGA.	0
0	In comparative studies, @DRUG$ sequential therapy was as effective @DRUG$ amoxicillin/ clavulanic acid sequential therapy and full courses of parenteral cefuroxime, cefotiam or cefoperazone.	In comparative studies , @DRUG$ sequential therapy was as effective @DRUG$ amoxil / clavulanic window pane sequential therapy and full courses of parenteral cefuroxime , cefotiam or cefoperazone .	In comparative or , @DRUG$ sequential therapy was as effective @DRUG$ amoxicillin / clavulanic acid sequential therapy and full courses cefoperazone parenteral cefuroxime , cefotiam studies of .	In comparative , @DRUG$ sequential therapy was as effective @DRUG$ / acid sequential therapy and full courses of parenteral cefuroxime , cefotiam or cefoperazone .	@DRUG$ is as effective as @DRUG$ when used in sequential therapy.	0
1	We studied the characterization of @DRUG$, a new ergot alkaloid derivative and a selective dopamine D2 receptor agonist, in comparison to bromocriptine and @DRUG$ in reserpine-treated rodents.	We studied the characterization of @DRUG$ , a novel ergot alkaloid derived function and a selective dopamine D2 receptor agonist , in comparison to bromocriptine and @DRUG$ in raudixin -treated rodents .	We studied the characterization of @DRUG$ , alkaloid new a a derivative and ergot selective dopamine D2 receptor agonist , in comparison to bromocriptine and @DRUG$ in reserpine -treated rodents .	We studied characterization of @DRUG$ , a new ergot alkaloid derivative and a selective receptor agonist , in comparison to bromocriptine and @DRUG$ reserpine -treated rodents .	@DRUG$ is a new ergot alkaloid derivative that is a selective dopamine D2 receptor agonist. It is compared to bromocriptine and @DRUG$ in reserpine-treated rodents.	0
0	Again the anti-yeastlike fungi activity of luliconazole was at the @DRUG$ level @DRUG$ LCZ and was greater than that of BFZ and TBF.	Again the anti-yeastlike fungus activity of luliconazole was at the @DRUG$ level @DRUG$ LCZ and was outstanding than that of BFZ and TBF .	BFZ the anti-yeastlike fungi activity of luliconazole was than the @DRUG$ level @DRUG$ LCZ and was greater at that of Again and TBF .	Again the anti-yeastlike fungi activity of luliconazole was at the @DRUG$ level @DRUG$ LCZ was greater than that of BFZ and TBF .	Luliconazole had anti-yeastlike fungi activity that was greater than that of BFZ and TBF .	1
0	Following administration of 500 @DRUG$ the areas were: 2325 (389) nmol/l, 1793 (312) nmol/l, 1778 (239) nmol/l, 1178 (209) nmol/l, and 556 (89) nmol/l for Gestapuran, Leo formulation A (P = n.s.), Leo formulation B (P = n.s.), Provera (@DRUG$ less than 0.001), and Lutopolar (P less than 0.001), respectively.	stick to administration of 500 @DRUG$ the areas were : 2325 ( 389 ) nmol/l , 1793 ( 312 ) nmol/l , 1778 ( 239 ) nmol/l , 1178 ( 209 ) nmol/l , and 556 ( 89 ) nmol / lambert for Gestapuran , lion conceptualization A ( atomic number  = n.s. ) , lion conceptualization vitamin b ( atomic number  = n.s. ) , Provera ( @DRUG$ le than 0.001 ) , and Lutopolar ( atomic number  le than 0.001 ) , severally .	Following administration of 500 @DRUG$ the n.s. were : 2325 ( 389 ( nmol/l , 1178 ( 312 ) nmol/l , 1778 ( 239 ) nmol/l , ) ( 209 ) nmol/l than and 556 ( 89 ) nmol / l = Gestapuran formulation Leo , A ( , for areas ) , Leo formulation B ( P = n.s. ) , Provera ( @DRUG$ less P 0.001 ) , and Lutopolar 1793 P less than 0.001 ) , respectively .	Following administration of 500 @DRUG$ the areas were : 2325 ( 389 ) nmol/l , 1793 ( 312 nmol/l , 1778 ( 239 ) nmol/l , 1178 ( 209 ) nmol/l , and 556 ( 89 ) nmol / l for Gestapuran , Leo ( P = n.s. , Leo formulation ( n.s. ) , Provera ( @DRUG$ less than 0.001 ) , and Lutopolar ( less than 0.001 ) , respectively .	Following administration of 500 @DRUG$, the areas were: 2325 (389) nmol/l, 1793 (312) nmol/l, 1778 (239) nmol/l, 1178 (209) nmol/l, and 556 (89) nmol	1
0	Then, the solution of @DRUG$-@DRUG$ mixture (EOI) of 10% of the volume of the cyst's content was injected via catheter.	then , the solution of @DRUG$ - @DRUG$ mixing ( EOI ) of 10 % of the volume of the cyst 's content was injected via catheter .	10 injected the solution of @DRUG$ - @DRUG$ mixture ( EOI ) of Then % of the volume of the cyst 's content was , via catheter .	Then , the solution of @DRUG$ - @DRUG$ mixture ( EOI ) of 10 of the volume of the cyst content was injected catheter .	A 10% solution of @DRUG$ was injected into the cyst via a catheter, followed by a 10% solution of @DRUG$.	0
1	In the present study, we examined the effects of acetylsalicylic acid, @DRUG$, indomethacin, @DRUG$, piroxicam and tolfenamic acid on leukotriene B4 (LTB4)-induced chemotaxis of human polymorphonuclear leukocytes (PMNs) in vitro.	In the present sketch , we examined the gist of acetylsalicylic acid , @DRUG$ , indocin , @DRUG$ , piroxicam and tolfenamic acid on leukotriene B4 ( LTB4 ) - induced chemotaxis of human polymorphonuclear leucocyte ( PMNs ) in vitro .	In the present LTB4 , we examined the effects of acetylsalicylic acid , @DRUG$ , indomethacin , @DRUG$ , piroxicam and tolfenamic ( on leukotriene B4 ( study ) - human chemotaxis of induced polymorphonuclear leukocytes acid PMNs ) in vitro .	In the present study , we examined effects of acetylsalicylic acid , @DRUG$ , indomethacin , @DRUG$ , piroxicam and tolfenamic acid on leukotriene B4 ) - induced chemotaxis of human leukocytes ( PMNs ) in .	We looked at how five different drugs affected leukotriene B4-induced chemotaxis in human white blood cells in a lab setting.	1
0	This amplification effect of TCC was also apparent in vivo when 0.25% TCC was added to the diet of castrated male rats that were supported by exogenous testosterone treatment for 10 @DRUG$. All male sex accessory organs increased significantly in size after the T+@DRUG$ treatment, compared with T or TCC treatments alone.	This amplification effect of TCC was also evident in vivo when 0.25 % TCC was bestow to the dieting of castrated male rats that were supported by exogenous testosterone treatment for 10 @DRUG$ . All male excite accessory organs increased significantly in size after the T+@DRUG$ treatment , compared with T or TCC handling alone .	This amplification effect of TCC was also apparent in vivo when 0.25 % TCC was added the to diet of castrated , rats that were supported by exogenous testosterone . for 10 @DRUG$ treatment All male sex accessory organs increased treatments in size after the T+@DRUG$ treatment male compared with T or TCC significantly alone .	This amplification effect of TCC was also apparent in vivo when 0.25 TCC was added to the diet of castrated male rats that supported by exogenous testosterone treatment for 10 @DRUG$ . All male sex accessory organs increased significantly in after the T+@DRUG$ , compared with T or TCC treatments alone .	Adding TCC to the diet of castrated male rats that were supported by exogenous testosterone treatment for 10 days resulted in a significant increase in all male sex accessory organs compared with T or TCC treatments alone.	1
0	In potential application of the assay to detect residues of SCP at the 0.1 mg/kg level in eggs, milk, @DRUG$, @DRUG$, pork, chicken, turkey, porcine kidney, porcine liver and pig feedstuffs is discussed with regard to the effects of sample extracts on the standard curves.	In voltage application of the assay to detect residues of SCP at the 0.1 mg / kg story in eggs , milk , @DRUG$ , @DRUG$ , pork , wimp , joker , porcine kidney , porcine liver and pig feedstuffs is discussed with regard to the consequence of sample extracts on the standard curves .	In potential application of kg extracts to detect residues of SCP at the 0.1 mg / sample to in eggs , milk level @DRUG$ , @DRUG$ , pork , chicken , turkey , porcine kidney , porcine liver and pig feedstuffs is discussed with regard , the effects of the assay on the standard curves .	In potential application of the to detect residues of SCP at the 0.1 mg / kg level in eggs , milk , @DRUG$ , @DRUG$ , pork , chicken , , porcine kidney , porcine liver and pig feedstuffs is discussed with regard to the effects of sample extracts on standard curves .	The assay can be used to detect residues of SCP at the 0.1 mg / kg level in eggs , milk , @DRUG$ , @DRUG$ , pork , chicken , turkey , porcine kidney , porcine liver and pig feedstuffs . The effects of sample extracts on the	0
0	@DRUG$ is a heterocyclic phenol and Oxyquinoline Sulfate is its salt, both of which are described @DRUG$ cosmetic biocides for use in cosmetic formulations.	@DRUG$ is a heterocyclic compound phenol and Oxyquinoline Sulfate is its salt , both of which are described @DRUG$ cosmetic biocides for exercise in cosmetic formulations .	@DRUG$ is Oxyquinoline heterocyclic phenol and a use is its salt , both of which are described @DRUG$ cosmetic biocides for Sulfate in cosmetic formulations .	@DRUG$ is a heterocyclic phenol and Oxyquinoline Sulfate is its salt , both of which are described @DRUG$ cosmetic biocides use in cosmetic formulations	@DRUG$ is a chemical compound that is used as a biocide in cosmetic formulations, and Oxyquinoline Sulfate is its salt form.	1
0	The effect of @DRUG$ receptors on platelet activation during aging is also discussed, as well @DRUG$ potential therapeutic applications.	The upshot of @DRUG$ receptors on platelet activation during aging is also discourse , as well @DRUG$ potential therapeutic applications .	on effect of @DRUG$ receptors The platelet activation during aging is discussed also , as well @DRUG$ potential therapeutic applications .	effect of @DRUG$ receptors on platelet activation during aging is also discussed , as @DRUG$ potential applications .	@DRUG$ receptors can play a role in platelet activation during aging, and @DRUG$ may have potential therapeutic applications.	0
0	METHODS: After 5 minutes of mechanical ventilation twin premature lambs were assigned randomly to the @DRUG$ group (30 @DRUG$/mL, 5.8 mL/kg) or the poractant-alpha group (80 mg/mL, 2.2 mL/kg).	method acting : subsequently 5 second of mechanical ventilation twin previous lambs were assigned randomly to the @DRUG$ group ( 30 @DRUG$ / mL , 5.8 mL / kg ) or the poractant - alpha group ( 80 mg / mL , 2.2 mL / kg ) .	METHODS : After 5 minutes of mechanical ventilation twin premature lambs were 2.2 randomly to the @DRUG$ group ( group @DRUG$ / mL , 5.8 mL , kg ) or the poractant - ) 30 ( 80 mg / mL / assigned mL / kg alpha .	METHODS : After 5 minutes mechanical ventilation twin premature lambs were assigned randomly to the @DRUG$ group ( 30 @DRUG$ / mL , 5.8 mL / or the poractant - alpha group ( 80 mg / , 2.2 mL / kg )	@DRUG$ was administered as a 30% solution (30 @DRUG$/mL) and DRUGB was administered as an 80% solution (80 mg/mL).	0
1	CONCLUSIONS: Lapatinib plus @DRUG$ is superior to capecitabine alone in women with HER2-positive advanced breast cancer that has progressed after treatment with regimens that included an anthracycline, a taxane, and @DRUG$.	CONCLUSIONS : Lapatinib plus @DRUG$ is superior to capecitabine only in women with HER2 - positive degree forward looking breast cancer that has progressed after treatment with regimens that included an anthracycline , a taxane , and @DRUG$ .	capecitabine : Lapatinib plus @DRUG$ , superior to CONCLUSIONS alone in women with has - positive advanced breast cancer that HER2 progressed after treatment with regimens that included an anthracycline is a taxane , and @DRUG$ .	CONCLUSIONS Lapatinib plus @DRUG$ is superior to in women with HER2 - positive breast cancer that has progressed treatment with regimens that included an anthracycline , , and @DRUG$ .	Lapatinib plus @DRUG$ is better than capecitabine alone in women with HER2-positive advanced breast cancer that has progressed after treatment with regimens that included an anthracycline, a taxane, and @DRUG$.	0
1	Here, we point out that some newer atypical antipsychotics such as zisprasidone, @DRUG$ and olanzapine--medicines with much better side effect and toxicity profiles than the older antipsychotics--in vitro are significantly more potent 5HT2A receptor antagonists than chlorpromazine or @DRUG$ by in some cases more than a factor of 10, and thus may be useful as treatment for or prophylaxis against PML.	Here , we point out that some young untypical antipsychotics such as zisprasidone , @DRUG$ and olanzapine -- medicines with much undecomposed side burden and toxicity profiles than the older antipsychotics -- in vitro are importantly more potent 5HT2A receptor antagonists than chlorpromazine or @DRUG$ by in some cases more than a factor of 10 , and thus crataegus oxycantha be useful as treatment for or prophylaxis against PML .	Here , we point , receptor some newer atypical antipsychotics such as zisprasidone out @DRUG$ and olanzapine -- medicines with or prophylaxis side effect and toxicity profiles than the older antipsychotics -- in vitro are for more potent 5HT2A that antagonists than chlorpromazine much @DRUG$ by in some cases more than a significantly of 10 , and thus may be useful as treatment factor or better against PML .	Here , we point out that some newer atypical antipsychotics such as zisprasidone , @DRUG$ medicines with much better side effect and toxicity profiles than the older antipsychotics -- in vitro are more potent 5HT2A receptor antagonists than chlorpromazine or @DRUG$ by in some cases more than a factor of 10 , and may be useful as treatment for or against PML .	Some newer atypical antipsychotics, such as zisprasidone, are significantly more potent 5HT2A receptor antagonists than chlorpromazine or other older antipsychotics. This may make them useful as treatment or prophylaxis against PML.	1
0	RESULTS: Testosterone levels in L-T, L-@DRUG$ and L-T/DHEA-S groups were respectively 3.19 +/- 0.23 ng/ml, 4.89 +/- 0.45 @DRUG$/ml and 3.25 +/- 0.34 g/ml (p < 0.002).	RESULTS : Testosterone levels in L-T , L-@DRUG$ and L-T/DHEA -S aggroup were respectively 3.19 +/- 0.23 ng /ml , 4.89 +/- 0.45 @DRUG$ / milliliter and 3.25 +/- 0.34 g/ml ( atomic number  < 0.002 ) .	RESULTS : Testosterone levels in L-T , L-@DRUG$ g/ml L-T/DHEA -S groups ml respectively 3.19 +/- 0.23 ng /ml , 4.89 +/- 0.45 @DRUG$ / were and 3.25 +/- 0.34 and ( p < 0.002 ) .	RESULTS : Testosterone levels in L-T and L-T/DHEA -S groups were respectively 3.19 +/- 0.23 ng /ml , 4.89 +/- 0.45 @DRUG$ / ml 3.25 +/- 0.34 g/ml p < ) .	L-T, L-@DRUG$ and L-T/DHEA-S groups had significantly different testosterone levels (p < 0.002).	1
0	@DRUG$ also produces decreases in plasma triglyceride and VLDL-@DRUG$ concentrations, although to a lesser extent.	@DRUG$ too produces decreases in plasma triglyceride and VLDL - @DRUG$ concentrations , although to a lesser extent .	@DRUG$ also produces decreases in plasma triglyceride lesser VLDL - @DRUG$ concentrations , although to a and extent .	@DRUG$ also produces decreases in plasma triglyceride VLDL @DRUG$ concentrations , to lesser extent .	@DRUG$ produces decreases in plasma triglyceride and VLDL - @DRUG$ concentrations, although to a lesser extent.	0
0	The purpose of this study was to evaluate pharmacokinetics and dose proportionality of @DRUG$ extended-release dosage form (ER-lovastatin) in the dosage levels of 10, 20 and 40 @DRUG$ in 9 healthy male subjects.	The purpose of this study was to evaluate pharmacokinetics and venereal disease proportionality of @DRUG$ elongated - release dosage form ( ER - lovastatin ) in the dosage levels of 10 , 20 and 40 @DRUG$ in  level headed male subjects .	dosage purpose of this study was to evaluate pharmacokinetics , dose - of @DRUG$ extended proportionality release dosage form ( ER - lovastatin ) The the in levels of 10 and 20 and 40 @DRUG$ in 9 healthy male subjects .	The purpose of this study was to evaluate pharmacokinetics and dose proportionality of @DRUG$ extended - release dosage form ( ER - lovastatin ) the dosage levels of 10 , and 40 @DRUG$ in 9 healthy male subjects .	The study found that the pharmacokinetics ( how the drug is absorbed, distributed, metabolized, and excreted ) and dose proportionality of @DRUG$ was consistent across the dosage levels of 10, 20, and 40 @DRUG$ in healthy male subjects.	0
0	Pharmacological characteristics of AFP-168 (@DRUG$), a new prostanoid FP receptor agonist, @DRUG$ an ocular hypotensive drug.	pharmacological characteristics of AFP - 168 ( @DRUG$ ) , a new prostanoid FP receptor protagonist , @DRUG$ an ocular hypotensive drug .	an characteristics of AFP - 168 ( @DRUG$ ) , a new prostanoid FP receptor , agonist @DRUG$ Pharmacological ocular hypotensive drug .	Pharmacological characteristics of AFP - 168 ( @DRUG$ ) , a new prostanoid FP receptor agonist , @DRUG$ an ocular drug .	AFP-168 is a new prostanoid FP receptor agonist, and @DRUG$ is an ocular hypotensive drug.	1
0	The overall response rate at the recommended phase II dose of @DRUG$ (500 @DRUG$/m(2)) was 66%: 19% complete response, 14% unconfirmed complete response, and 33% partial response.	The overall reception rank at the recommended phase  dose of @DRUG$ ( 500 @DRUG$ / m( two ) ) was 66 % : 19 % complete reception , 14 % unconfirmed complete reception , and 33 % partial reception .	The overall response rate 33 the recommended phase II dose unconfirmed @DRUG$ ( 500 @DRUG$ / m( 2 ) ) was 66 of : 19 % complete response , 14 % % complete response , and at % partial response .	The overall response rate at the recommended phase II dose of @DRUG$ ( 500 @DRUG$ / m( 2 ) ) was 66 % : 19 % complete response , 14 % unconfirmed complete response , and 33 % partial response .	For every 2 units of @DRUG$ given, there is a 66% chance that the patient will respond in some way (19% chance of a complete response, 14% chance of an unconfirmed complete response, and 33% chance of a partial response).	1
0	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to study the interactions of drugs, organic anions, and bile acids with three MRP2 substrates: estradiol-17-beta-d-glucuronide (E217betaG), methotrexate, and @DRUG$-S-@DRUG$.	We have utilise transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to study the interactions of drug , organic anion , and gall acids with three MRP2 substrates : estradiol - 17 - beta-d-glucuronide ( E217betaG ) , methotrexate , and @DRUG$-S-@DRUG$ .	We have used transport assays with vesicles derived from Sf9 insect , overproducing MRP2 to study the interactions of drugs - organic , anions and bile acids methotrexate three MRP2 substrates : estradiol - 17 cells beta-d-glucuronide ( E217betaG ) , with , and @DRUG$-S-@DRUG$ .	have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 study the interactions of drugs , organic anions , and bile acids with three MRP2 substrates : estradiol - 17 - beta-d-glucuronide ( E217betaG ) , , and @DRUG$-S-@DRUG$ .	We have used transport assays with vesicles derived from Sf9 insect cells overproducing MRP2 to study the interactions of drugs with three MRP2 substrates : estradiol - 17 - beta-d-glucuronide ( E217betaG ) , methotrex	1
0	BACKGROUND: It is unknown whether either the @DRUG$-II-receptor blocker irbesartan or the @DRUG$-channel blocker amlodipine slows the progression of nephropathy in patients with type 2 diabetes independently of its capacity to lower the systemic blood pressure.	background signal : It is unknown whether either the @DRUG$ -II - receptor blocker irbesartan or the @DRUG$ - channel blocker amlodipine slows the progression of nephropathy in patient with type 2 diabetes severally of its capacity to lower the systemic blood force .	BACKGROUND : It is unknown whether either the @DRUG$ -II - patients blocker irbesartan with the @DRUG$ nephropathy channel blocker amlodipine slows the progression of - in receptor or type 2 independently diabetes of its capacity to lower the systemic blood pressure .	BACKGROUND : It is whether either the @DRUG$ -II - receptor blocker irbesartan or the @DRUG$ - channel blocker amlodipine slows the progression of nephropathy with type diabetes independently of its capacity to lower the systemic blood pressure .	It is unknown whether either the @DRUG$ -II - receptor blocker irbesartan or the @DRUG$ - channel blocker amlodipine slows the progression of nephropathy in patients with type 2 diabetes independently of its capacity to lower the systemic blood pressure .	0
0	Mean increase in Hb was 2.4 g/dl (95% confidence interval [CI], 2.1-2.7) for FG (@DRUG$ = .0092 vs. oral iron; p = .0044 vs. no iron), 1.6 g/dl (95% CI, 1.1-2.1) for oral iron (p =.7695 vs. no iron), and 1.5 g/dl (95% CI, 1.1-1.9) for no @DRUG$.	Mean addition in Hb was 2.4 g/dl ( ninety five % sureness time interval [ one hundred one ] , 2.1-2.7 ) for FG ( @DRUG$ = .0092 vs. viva iron ; phosphorus = .0044 vs. no iron ) , 1.6 g/dl ( ninety five % one hundred one , 1.1-2.1 ) for viva iron ( phosphorus =.7695 vs. no iron ) , and 1.5 g /dl ( ninety five % one hundred one , 1.1-1.9 ) for no @DRUG$ .	Mean increase in ( was 2.4 g/dl ( 95 % g/dl interval [ CI for ) 2.1-2.7 , ) FG ( @DRUG$ = .0092 vs. oral iron iron p = .0044 vs. no ; ) , vs. confidence Hb 95 % CI , 1.1-2.1 ] for oral iron ( p =.7695 1.6 no iron ) , and 1.5 g /dl ( 95 % CI , 1.1-1.9 ) for no @DRUG$ .	Mean increase in Hb 2.4 g/dl ( 95 % confidence interval [ CI ] , 2.1-2.7 ) for FG ( @DRUG$ = .0092 vs. oral iron ; = .0044 vs. iron ) , 1.6 g/dl ( 95 % CI , for oral iron p =.7695 vs. no iron , and 1.5 g ( 95 % CI , 1.1-1.9 ) for no @DRUG$ .	FG ( @DRUG$ = .0092 vs. oral iron ; p = .0044 vs. no iron )"This means that when comparing the mean increase in Hb levels between those who took DRUGA and those who took oral iron, DRUGA was found to be	1
0	Above 1 microM, @DRUG$ elicited a smaller enhancement of A-type @DRUG$+currents and in high concentrations inhibited the currents.	Above 1 microM , @DRUG$ elicited a small scale enhancement of A-type @DRUG$ + stream and in high concentrations inhibited the stream .	Above 1 microM , @DRUG$ elicited a smaller enhancement the concentrations @DRUG$ + currents and in high A-type inhibited of currents .	Above 1 , @DRUG$ elicited a smaller enhancement of @DRUG$ + currents and in high concentrations inhibited the currents .	At concentrations above 1 microM, @DRUG$ enhances the currents produced by @DRUG$, but at higher concentrations it inhibits those currents.	0
0	Effect of surfactant @DRUG$ 2930 on food intake, lipid absorption, and serum @DRUG$ in rats.	Effect of surfactant @DRUG$ 2930 on nutrient intake , lipid absorption , and serum @DRUG$ in rats .	Effect of surfactant @DRUG$ , on food intake , lipid absorption 2930 and serum @DRUG$ in rats .	Effect of surfactant @DRUG$ 2930 on food intake , lipid absorption , and serum @DRUG$ in .	The effect of surfactant @DRUG$ 2930 on food intake, lipid absorption, and serum @DRUG$ in rats.	0
0	Randomized, double-blind trials showed oral terbinafine 250 mg/day for 12 or 16 weeks was more efficacious than itraconazole, @DRUG$ and @DRUG$ in dermatophyte onychomycosis of the toenails.	randomize , double - blind tryout showed oral terbinafine 250 mg / day for  or 16 weeks was more efficacious than itraconazole , @DRUG$ and @DRUG$ in dermatophyte onychomycosis of the toenails .	Randomized , toenails - blind trials showed oral terbinafine 250 mg / day for 12 or 16 than was more efficacious weeks itraconazole , @DRUG$ and @DRUG$ in dermatophyte of onychomycosis the double .	Randomized , double - blind trials showed oral terbinafine 250 / day for 12 or 16 was more efficacious itraconazole , @DRUG$ and @DRUG$ in dermatophyte onychomycosis of the toenails .	Oral terbinafine 250 mg / day for 12 or 16 weeks was more efficacious than itraconazole in dermatophyte onychomycosis of the toenails.	1
0	As expected, epimastigotes of strain Colombiana showed higher levels of resistance to @DRUG$ than those of strain Y. However, the level of resistance to miltefosine was the @DRUG$ for both strains.	As expected , epimastigotes of melodic phrase Colombiana showed mellow levels of resistance to @DRUG$ than those of melodic phrase Y. all the same , the level of resistance to miltefosine was the @DRUG$ for both strains .	As expected , epimastigotes of strain However showed higher levels of resistance to @DRUG$ the those of strain Y. Colombiana , the level of resistance to was miltefosine than @DRUG$ for both strains .	As expected , epimastigotes of strain Colombiana showed higher levels of resistance to @DRUG$ than those Y. However , the level of resistance to miltefosine was the @DRUG$ for both strains .	As expected, epimastigotes of strain Colombiana showed higher levels of resistance to @DRUG$ than those of strain Y. However, the level of resistance to miltefosine was the same for both strains.	1
0	Results in the control subjects were @DRUG$ follows: plasma antithrombin III concentration 19.6 +/- 2.3 @DRUG$/100 ml; intravascular fraction 0.45 +/- 0.05; fractional catabolic rate 0.55 +/- 0.02 of the plasma pool per day; half-life of the plasma radioactivity 2.83 +/- 0.26 days.	Results in the control subjects were @DRUG$ follows : plasma antithrombin III concentration 19.6 +/- 2.3 @DRUG$ /100 cubic centimetre ; intravascular fraction 0.45 +/- 0.05 ; fractional catabolic rate 0.55 +/- 0.02 of the plasma puddle per clarence day ; half - spirit of the plasma radiation 2.83 +/- 0.26 days .	Results in the ml were subjects @DRUG$ follows : plasma antithrombin III concentration 19.6 +/- 2.3 @DRUG$ /100 control ; intravascular fraction 0.45 +/- of ; 0.55 catabolic rate fractional plasma 0.02 of the plasma pool per day ; half - life 0.05 the +/- radioactivity 2.83 +/- 0.26 days .	Results in the control subjects were @DRUG$ follows : plasma antithrombin concentration 19.6 +/- 2.3 @DRUG$ /100 ml ; fraction 0.45 +/- 0.05 ; fractional catabolic rate +/- 0.02 of the plasma pool per day ; half - life of the plasma radioactivity 2.83 +/- 0.26 days .	@DRUG$ follows @DRUG$ in the control subjects. Plasma antithrombin III concentration is 19.6 +/- 2.3 DRUGB /100 ml ; intravascular fraction is 0.45 +/- 0.05 ; fractional catabolic rate is 0.55 +/- 0.02	0
0	Herein, 10 common nucleobases and nucleosides, including cytidine, adenosine, thymidine, inosine, @DRUG$, @DRUG$, guanine, adenine, cytosine, and hypoxanthine, were quantified simultaneously in the fruit of A. oxyphylla collected from different geographical regions.	herein , x common nucleobases and nucleosides , including cytidine , adenosine , thymidine , inosine , @DRUG$ , @DRUG$ , guanine , a , cytosine , and hypoxanthine , were quantified at the same time in the fruit of A. oxyphylla collected from different geographical regions .	, , 10 common fruit and nucleosides , including cytidine , adenosine , thymidine , inosine , @DRUG$ , @DRUG$ , in , adenine , cytosine guanine and hypoxanthine , were quantified simultaneously Herein the nucleobases of A. oxyphylla collected from different geographical regions .	Herein , 10 common nucleobases and nucleosides , including cytidine , adenosine , thymidine , inosine , @DRUG$ @DRUG$ , guanine , adenine , cytosine , and hypoxanthine , quantified simultaneously in the fruit of A. oxyphylla collected from different geographical regions .	The study found that the levels of @DRUG$ and @DRUG$ differed depending on the geographical region where the fruit was collected.	0
1	We investigated encorafenib, a BRAF inhibitor with unique target-binding properties, alone or in combination with the MEK inhibitor @DRUG$, versus @DRUG$ in patients with advanced BRAFV600-mutant melanoma.	We investigated encorafenib , a BRAF inhibitor with unique target - binding properties , alone or in combination with the MEK inhibitor @DRUG$ , versus @DRUG$ in patient role with kick upstairs BRAFV600 - mutant malignant melanoma .	We investigated encorafenib binding a BRAF inhibitor with unique target - , properties , alone or in - with combination MEK inhibitor @DRUG$ , versus @DRUG$ in patients with advanced BRAFV600 the mutant melanoma .	investigated encorafenib , a BRAF inhibitor with unique target binding properties , alone or in combination with the MEK @DRUG$ , versus @DRUG$ in patients with advanced - mutant	We investigated how well the BRAF inhibitor encorafenib works by itself or in combination with the MEK inhibitor @DRUG$, versus how well the MEK inhibitor @DRUG$ works by itself in patients with advanced BRAFV600-mutant melanoma.	0
0	In the present study, animals with HF were treated with an oral administration of 10 mg/kg/day captopril, 10 mg/kg/day @DRUG$ and 3 @DRUG$/kg/day trandolapril from the 2nd to 12th week after the operation.	inch the lay out study , animals with HF were treated with an oral administration of  mg / kg / day captopril ,  mg / kg / day @DRUG$ and 3 @DRUG$ / kg / day trandolapril from the 2nd to 12th week after the surgical operation .	In the an study , mg with HF were treated with present oral administration of 10 day / kg / day captopril , 10 animals / kg / day @DRUG$ and 3 @DRUG$ / kg / mg trandolapril from the 2nd to after week 12th the operation .	In the present study , animals with HF were treated with an oral administration of 10 mg / kg / day captopril , 10 mg / kg / day @DRUG$ and @DRUG$ / kg / day trandolapril from the 2nd to 12th week after the operation .	Animals with HF were treated with an oral administration of 10 mg / kg / day captopril , 10 mg / kg / day @DRUG$ and 3 @DRUG$ / kg / day trandolapril from the 2nd to 12th week after the operation .	0
0	These values are similar to the GR transactivation EC50 of 3.0, 0.7, and 1.5 nM for @DRUG$, FA, and @DRUG$, respectively.	These values are similar to the GR transactivation EC50 of 3.0 , 0.7 , and 1.5 nM for @DRUG$ , fa , and @DRUG$ , severally .	These values are similar to the GR transactivation 1.5 of 3.0 , 0.7 , and EC50 nM for @DRUG$ , FA respectively and @DRUG$ , , .	values are similar to the GR transactivation EC50 of 3.0 , , and nM for @DRUG$ , FA and @DRUG$ , respectively .	The EC50 for @DRUG$ is 3.0 nM, while the EC50 for @DRUG$ is 1.5 nM.	0
0	In the multivariate analysis with a dependent variable (change in active @DRUG$ levels, @DRUG$/ml) in group II adjusted by age and sex, only basal fat mass and basal intake of protein remained in the model.	In the multivariate analytic thinking with a pendant variable ( change in dynamic @DRUG$ levels , @DRUG$ / ml ) in group II adjusted by age and sex , only basal fat aggregative and basal intake of protein remained in the model .	In the multivariate analysis with a dependent variable ( change in active @DRUG$ levels , @DRUG$ , ml ) in II group adjusted by age and sex / only in fat basal and mass intake of protein remained basal the model .	In the multivariate analysis with a dependent variable ( in active @DRUG$ levels , @DRUG$ / ) in group adjusted age and sex only basal fat mass and basal intake of protein remained in the model .	Basal fat mass and basal intake of protein are the only factors that significantly affect the change in active @DRUG$ levels in group II.	1
0	This deficiency leads to de-repression of the first and normally rate-controlling enzyme of the heme synthetic pathway, delta- or @DRUG$ [@DRUG$] synthase-1, and thus to marked up-regulation of this key enzyme and to marked hepatic overproduction of ALA.	This deficiency leads to de-repression of the maiden and normally rate-controlling enzyme of the heme synthetic pathway , delta- or @DRUG$ [ @DRUG$ ] synthase - 1 , and so to tick up-regulation of this key enzyme and to tick hepatic overrun of ALA .	This deficiency leads to de-repression of this first and normally rate-controlling enzyme of the heme synthetic pathway the delta- or @DRUG$ [ @DRUG$ ] synthase of 1 , and thus to marked up-regulation - ALA key enzyme and to marked hepatic overproduction of , .	deficiency leads to de-repression of first and rate-controlling enzyme of the heme synthetic pathway , delta- or @DRUG$ [ @DRUG$ ] synthase - 1 , and thus to marked up-regulation of this key enzyme and to marked of ALA .	@DRUG$ deficiency leads to de-repression of the first and normally rate-controlling enzyme of the heme synthetic pathway, delta- or DRUGA synthase-1, and thus to marked up-regulation of this key enzyme and to marked hepatic overproduction of ALA.	1
0	The pharmacokinetics of single-dose administration of orbifloxacin were determined in Japanese quail (Coturnix japonica) at dosages of 5 mg/kg intravenous (i.v. n = 12) and 7.5 mg/kg oral (p.o.; n = 5), 10 mg/kg p.o. (n = 5), 15 @DRUG$/kg p.o. (n = 12) and 20 mg/kg @DRUG$.o. (n = 5) via HPLC.	The pharmacokinetics of single-dose administration of orbifloxacin were determined in nipponese flinch ( genus coturnix japonica ) at dosages of 5 atomic number  / kg endovenous ( i.v. due north =  ) and 7.5 atomic number  / kg oral ( p.o. ; due north = 5 ) , 10 atomic number  / kg p.o. ( due north = 5 ) , 15 @DRUG$ / kg p.o. ( due north =  ) and 20 atomic number  / kg @DRUG$.o. ( due north = 5 ) via HPLC .	The pharmacokinetics of single-dose administration ) orbifloxacin were determined in Japanese quail ( Coturnix japonica 5 at dosages of 5 mg / kg intravenous ( i.v. n = 12 ) and 7.5 mg / p.o. 20 ( kg ; n = of , ) 10 mg / kg n ( p.o. = ) ) , 15 @DRUG$ / kg p.o. ( n = 12 5 and oral mg / kg @DRUG$.o. ( n = 5 ) via HPLC .	pharmacokinetics of single-dose administration of orbifloxacin were determined in Japanese quail ( Coturnix japonica ) at dosages of 5 mg / intravenous ( i.v. n = 12 ) and 7.5 mg / kg oral ( p.o. ; n = 5 ) , 10 mg / p.o. ( n = ) , 15 / kg p.o. ( n = 12 ) and 20 mg / kg @DRUG$.o. ( n = 5 ) HPLC .	The pharmacokinetics of single-dose administration of orbifloxacin were determined in Japanese quail ( Coturnix japonica ) at dosages of 5 mg / kg intravenous ( i.v. n = 12 ) and 7.5 mg / kg oral ( p.	1
0	Plasma half-life (t1/2) values vary for the macrolides described: erythromycin, oleandomycin, josamycin and @DRUG$ have a t1/2 ranging from 1 to 2 hours; spiramycin, @DRUG$ stearate, the mercaptosuccinate salt of propionyl erythromycin and rosaramicin have an intermediate t1/2 (about 7, 6.5, 5 and 4.5 hours, respectively); the newer semisynthetic compounds roxithromycin and azithromycin are characterised by high t1/2 values (i.e. 11 and 41 hours, respectively).	Plasma half - life ( t1/2 ) values vary for the macrolides described : erythromycin , oleandomycin , josamycin and @DRUG$ have a t1/2 ranging from 1 to 2 hours ; spiramycin , @DRUG$ stearate , the mercaptosuccinate common salt of propionyl erythromycin and rosaramicin have an intermediate t1/ 2 ( about  , 6.5 , quintuplet and 4.5 hours , respectively ) ; the newer man made compounds roxithromycin and zithromax are qualify by high t1 / 2 values ( ie 11 and xli hours , respectively ) .	Plasma ; - , ( t1/2 ) values vary for the macrolides described : erythromycin life oleandomycin , josamycin and @DRUG$ have a t1/2 ranging from 1 ( 2 hours ; spiramycin , @DRUG$ stearate , the of salt mercaptosuccinate propionyl 41 and rosaramicin by an intermediate roxithromycin 2 ( about 7 , 6.5 , 5 and 4.5 hours , respectively ) half have newer semisynthetic compounds t1/ and azithromycin are characterised the high t1 / 2 values to i.e. 11 and erythromycin hours , respectively ) .	Plasma half - life t1/2 ) values vary for the macrolides described : erythromycin , oleandomycin , josamycin and @DRUG$ have a t1/2 ranging from 1 to 2 hours ; spiramycin , @DRUG$ stearate , the mercaptosuccinate salt of erythromycin and rosaramicin have t1/ 2 ( about 7 , 6.5 5 4.5 hours , respectively ) ; the newer semisynthetic compounds roxithromycin and azithromycin are characterised by high t1 / values ( i.e. 11 and 41 hours , respectively ) .	The plasma half-life (t1/2) values for erythromycin, oleandomycin, josamycin, and @DRUG$ range from 1 to 2 hours. The plasma half-life (t1/2) values for spiramycin, DRU	1
0	No effect on CYP1A was observed for artemisinin, suramin, diethylcarbamazine, pyrimethamine, @DRUG$, @DRUG$, pyrantel artesunate, cycloguanil, atovaquone, melarsoprol, praziquantel, proguanil and dihydroartemisinin.	atomic number  essence on CYP1A was honour for artemisinin , suramin , diethylcarbamazine , pyrimethamine , @DRUG$ , @DRUG$ , pyrantel artesunate , cycloguanil , atovaquone , melarsoprol , praziquantel , proguanil and dihydroartemisinin .	No , on CYP1A was observed for artemisinin , suramin , diethylcarbamazine , pyrimethamine , @DRUG$ , @DRUG$ , pyrantel artesunate , cycloguanil , atovaquone , melarsoprol effect praziquantel , and proguanil dihydroartemisinin .	No effect on CYP1A was observed for artemisinin , suramin , diethylcarbamazine , pyrimethamine , @DRUG$ @DRUG$ , artesunate , cycloguanil , atovaquone , melarsoprol , praziquantel , proguanil and dihydroartemisinin .	No effect on CYP1A was observed for artemisinin, suramin, diethylcarbamazine, pyrimethamine, @DRUG$, @DRUG$, pyrantel artesunate, cycloguanil, atovaquone, melars	0
0	Qualitative identification of furazolidone, @DRUG$, and @DRUG$ in feeds.	Qualitative designation of furazolidone , @DRUG$ , and @DRUG$ in feeds .	, identification of furazolidone Qualitative @DRUG$ , and @DRUG$ in feeds .	Qualitative identification of furazolidone , @DRUG$ , and @DRUG$ in feeds .	Qualitative identification of furazolidone in feeds can help to determine if the feed contains this drug.	1
0	RESULTS: Many kinds of SSRIs, such @DRUG$ fluoxetine, sertraline, @DRUG$ and citalopram, have widely been employed to treat PE.	RESULTS : Many variety of ssri , such @DRUG$ fluoxetine , sertraline , @DRUG$ and citalopram , have widely been employed to treat PE .	RESULTS : Many kinds of such , SSRIs @DRUG$ fluoxetine , sertraline , @DRUG$ and citalopram , have widely been employed to treat PE .	RESULTS : Many kinds of SSRIs , such @DRUG$ fluoxetine , sertraline , @DRUG$ citalopram have widely been employed to treat PE .	Many kinds of SSRIs, such as fluoxetine, sertraline, and citalopram, have widely been employed to treat PE.	1
0	The first @DRUG$ derivative AL-321, which exhibited hypoglycemic effects in KKAy mice, was discovered by modification of the hypolipidemic agent AL-294 @DRUG$ a lead compound.	The first off @DRUG$ derivative AL - 321 , which exhibited hypoglycemic effects in KKAy shiner , was discovered by modification of the hypolipidemic agent AL - 294 @DRUG$ a hint compound .	The first @DRUG$ derivative AL a 321 , which exhibited hypoglycemic lead in KKAy mice , was discovered by modification of the hypolipidemic agent effects - 294 @DRUG$ - AL compound .	The first @DRUG$ derivative AL - 321 which exhibited hypoglycemic effects in KKAy , was discovered by modification of the hypolipidemic agent AL - 294 @DRUG$ a lead compound .	@DRUG$ is a derivative of @DRUG$, which is a lead compound.	0
1	Unlike @DRUG$, the repeated administration of gabapentin (100 mg kg-1 at start and culminating to 400 @DRUG$ kg-1) over 6 days did not lead to the induction of tolerance to its antihyperalgesic action in the formalin test.	Unlike @DRUG$ , the repeated administration of gabapentin ( 100 mg kg - i at start and culminating to 400 @DRUG$ kg - i ) over 6 days did not lead to the induction of allowance to its antihyperalgesic action in the formol trial run .	Unlike @DRUG$ , the repeated administration - to ( 100 mg kg action 1 at start and culminating to 400 @DRUG$ kg - 1 ) over tolerance days did not lead to the induction of 6 gabapentin its antihyperalgesic of in the formalin test .	Unlike @DRUG$ , repeated administration of gabapentin ( 100 mg kg 1 at start and culminating to 400 @DRUG$ kg - 1 ) over 6 days did not lead to the induction of tolerance to its action in the formalin test .	Gabapentin (@DRUG$) does not lose its antihyperalgesic action (pain-relieving properties) when it is administered repeatedly over a period of 6 days.	1
1	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, @DRUG$, gabapentin, candesartan, butterbur, riboflavin, coenzyme Q10, and magnesium citrate) and 6 received a weak recommendation (divalproex sodium, @DRUG$, pizotifen, venlafaxine, verapamil, and lisinopril).	Based on our retrospect , 11 prophylactic drugs received a strong recommendation for enjoyment ( topiramate , propranolol , nadolol , metoprolol , @DRUG$ , neurontin , candesartan , petasites vulgaris , riboflavin , coenzyme Q10 , and atomic number  citrate ) and 6 received a light recommendation ( divalproex sodium , @DRUG$ , pizotifen , venlafaxine , verapamil , and lisinopril ) .	Based on our coenzyme , 11 prophylactic drugs received a strong recommendation ) use ( topiramate , propranolol , nadolol , metoprolol , @DRUG$ , gabapentin , candesartan , butterbur , riboflavin for , Q10 , and , citrate , and 6 received a weak recommendation ( divalproex sodium , @DRUG$ , pizotifen , venlafaxine review verapamil magnesium and lisinopril ) .	Based on our review , 11 prophylactic drugs received a strong recommendation for use ( topiramate , propranolol , nadolol metoprolol , @DRUG$ gabapentin , candesartan , butterbur , riboflavin , coenzyme Q10 , citrate ) and 6 received a recommendation ( divalproex sodium , @DRUG$ , venlafaxine , verapamil , and lisinopril ) .	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, @DRUG$, gabapentin, candesartan, butterbur, riboflavin, co	1
0	With this aim, we characterised the bio-availability of @DRUG$ in the environment using a new quantitative analytical method, @DRUG$ a basis for the evaluation of the risk for bees.	With this purport , we characterised the bio-availability of @DRUG$ in the environment using a new quantitative analytical method acting , @DRUG$ a basis for the valuation of the risk for bees .	for this With , we characterised the bio-availability of @DRUG$ in the environment using a new the analytical method , @DRUG$ a basis for the evaluation of quantitative risk aim bees .	With this we characterised the bio-availability of @DRUG$ in the environment using a new quantitative analytical , @DRUG$ a basis for the evaluation of the risk for bees .	We used a new quantitative analytical method to study how much @DRUG$ is present in the environment and how that might affect bees.	1
0	In some areas of the CNS, glycine seems to be @DRUG$-released with @DRUG$, the main inhibitory amino acid neurotransmitter.	in some areas of the cns , glycine seems to be @DRUG$ - released with @DRUG$ , the main inhibitory amino acid neurotransmitter .	In some areas of the acid , glycine seems amino be @DRUG$ - released with @DRUG$ , the main inhibitory to CNS neurotransmitter .	In some areas of the CNS , glycine seems be @DRUG$ - released with @DRUG$ , the main inhibitory amino acid neurotransmitter .	In some areas of the CNS, glycine seems to be released with the main inhibitory amino acid neurotransmitter.	1
0	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either @DRUG$ (1 @DRUG$/kg i.p.) or montelukast (1 mg/kg i.p.).	Aerosolized AMP elicited important increases in Penh in sensitized shiner , and the effect was significantly rarefy by either @DRUG$ ( 1 @DRUG$ / kg i.p. ) or montelukast ( 1 mg / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh montelukast sensitized mice , and the was effect 1 attenuated by either @DRUG$ ( significantly @DRUG$ / kg i.p. ) or in ( 1 mg / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh in mice , and the effect was significantly by either @DRUG$ ( 1 @DRUG$ / i.p. ) or montelukast ( 1 mg / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either @DRUG$ (1 @DRUG$/kg i.p.) or montelukast (1 mg/kg i.p.)."In other	0
0	Trientine (@DRUG$ dihydrochloride) has been used since the mid-1980s @DRUG$ a second-line treatment for Wilson's disease, and our recent clinical studies have reinforced the impression that it is likely to be safe for long-term use in patients with diabetes and related metabolic disorders.	Trientine ( @DRUG$ dihydrochloride ) has been used since the mid-1980s @DRUG$ a second-line treatment for Wilson 's disease , and our recent clinical survey have reinforced the impression that it is in all probability to be safe for long - full term use in patient role with diabetes and pertain metabolic disorders .	Trientine ( @DRUG$ dihydrochloride ) has been used since to mid-1980s @DRUG$ a second-line treatment for patients 's the , and for Wilson clinical studies have reinforced disease impression that it is likely the be safe our long - term use in recent with diabetes and related metabolic disorders .	Trientine ( @DRUG$ dihydrochloride ) has been used since mid-1980s @DRUG$ a second-line treatment for Wilson 's disease , and our recent clinical studies have reinforced the impression that it likely to be safe for long - term in patients with diabetes related metabolic disorders .	@DRUG$ has been used as a treatment for Wilson's disease since the mid-1980s, and our recent clinical studies have shown that it is likely to be safe for long-term use in patients with diabetes and related metabolic disorders.	1
0	After one dose of pegylated asparaginase on induction day 4, plasma @DRUG$ was undetectable for 11 days for SS-PEG2500 and 18 days for both SC-@DRUG$ groups.	After one dose of pegylated asparaginase on elicitation day 4 , blood plasma @DRUG$ was undetectable for 11 days for SS - PEG2500 and eighteen days for both SC - @DRUG$ groups .	After one and of pegylated asparaginase on SC day 4 , plasma @DRUG$ was undetectable for 11 days for SS - PEG2500 dose 18 days for both - induction @DRUG$ groups .	After one dose of pegylated asparaginase induction day 4 , plasma @DRUG$ was undetectable for 11 days for - PEG2500 and 18 days for both SC - @DRUG$ groups .	After one dose of pegylated asparaginase on induction day 4, plasma @DRUG$ was undetectable for 11 days for SS-PEG2500 and 18 days for both SC-@DRUG$ groups.	0
0	Atazanavir, formerly known as BMS-232632, can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with ritonavir as atazanavir/@DRUG$ 300/100 mg q.@DRUG$. for therapy-experienced patients.	Atazanavir , formerly known as BMS - 232632 , can be drug either at 400 mg q.d. without a pharmacoenhancer as first- personal credit line hiv therapy or combined with ritonavir as atazanavir / @DRUG$ 300/100 mg q.@DRUG$ . for therapy - experienced affected role .	as , formerly known Atazanavir experienced - 232632 , can be dosed either at 400 mg q.d. without a pharmacoenhancer as therapy line HIV first- or combined with ritonavir as atazanavir q.@DRUG$ @DRUG$ 300/100 mg / . for therapy - BMS patients .	Atazanavir , formerly known as BMS 232632 , can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy or combined with ritonavir as atazanavir / @DRUG$ 300/100 mg q.@DRUG$ . for therapy experienced patients .	Atazanavir can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy or combined with ritonavir as atazanavir / @DRUG$ 300/100 mg q.@DRUG$ for therapy - experienced patients	0
0	Compound 53 affinity for the dopamine D(2) and serotonin 5-HT(3) receptors was much more potent than that of metoclopramide (@DRUG$ D(2) receptor; 23.3 nM vs 444 nM, @DRUG$ 5-HT(3) receptor; 0.97 nM vs 228 nM).	Compound fifty three affinity for the dopamine d ( 2 ) and  hydroxytryptamine quint - HT ( 3 ) receptors was much more potent than that of metoclopramide ( @DRUG$ D( 2 ) sense organ ; 23.3 nM vs 444 nM , @DRUG$ quint - HT ( 3 ) sense organ ; 0.97 nM vs 228 nM ) .	Compound serotonin 53 for the dopamine D ) 2 ( and nM 5 - HT ( 3 ) receptors was much more potent than that of metoclopramide 5 @DRUG$ D( 2 ) receptor ; 23.3 nM vs 444 nM , @DRUG$ ( - HT ( 3 ) receptor ; 0.97 nM vs 228 affinity ) .	53 affinity the dopamine D ( 2 and 5 - ( ) receptors was much more potent than that of metoclopramide ( @DRUG$ D( 2 ) receptor ; 23.3 nM 444 nM @DRUG$ 5 - HT ( 3 ) ; 0.97 nM vs 228 nM .	Compound 53 is much more potent than metoclopramide at binding to the dopamine D ( 2 ) and serotonin 5 - HT ( 3 ) receptors.	1
1	"In captive rhinoceroses conditioned to routine handling, a combination of @DRUG$ and @DRUG$ at mean (+/- SD) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 mg, respectively, was used to produce levels of neuroleptanalgesia ranging from light ""standing"" sedation to deeper planes of anesthesia producing sternal and lateral recumbency."	" In captive rhinoceroses conditioned to bit handling , a combination of @DRUG$ and @DRUG$ at mean ( + /- SD ) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 mg , severally , was used to produce levels of neuroleptanalgesia grade from scant " " standing " " sedation to deeper planes of anaesthesia bring about sternal and lateral recumbency . "	" In captive rhinoceroses conditioned to routine handling and a combination of @DRUG$ and @DRUG$ at mean ( + /- SD ) , of 69.3 +/- 18.0 mg and 103.1 doses 20.9 mg , respectively , was used to produce levels of " " from light ranging of standing " neuroleptanalgesia sedation to deeper planes " anesthesia producing sternal +/- lateral recumbency . "	" In captive rhinoceroses conditioned to routine handling , of @DRUG$ and @DRUG$ at mean ( + /- SD ) doses of 69.3 18.0 mg and 103.1 +/- 20.9 mg , respectively , was to produce levels of neuroleptanalgesia ranging from light " " standing " " sedation to deeper planes of anesthesia producing sternal and lateral recumbency . "	In captive rhinoceroses conditioned to routine handling, a combination of @DRUG$ and @DRUG$ at mean ( + /- SD ) doses of 69.3 +/- 18.0 mg and 103.1 +/- 20.9 mg, respectively, was used to produce levels of neurole	0
1	Neither Na+-@DRUG$+-adenosine triphosphatase (ATPase) nor Mg++-ATPase was inhibited by @DRUG$ at 1 X 10(-4) M concentration.	neither Na+-@DRUG$ +- adenosine triphosphatase ( ATPase ) nor Mg ++- ATPase was inhibited by @DRUG$ at 1 X 10 ( - four ) M concentration .	Neither Na+-@DRUG$ +- adenosine triphosphatase ) ATPase ) nor concentration ++- ATPase was inhibited by @DRUG$ at 1 X 10 ( - 4 ( M Mg .	Neither Na+-@DRUG$ +- adenosine triphosphatase ( ATPase ) nor Mg ++- ATPase was inhibited by @DRUG$ 1 X 10 ( - ) M	Neither Na+-@DRUG$ nor Mg ++- ATPase was inhibited by @DRUG$ at 1 X 10 ( - 4 ) M concentration .	0
0	In our own study with @DRUG$ (+ @DRUG$, clarithromycin, metronidazole) the eradication rates were 100, 98 and 80% in PM, hetEM and homEM, respectively, and in patients with GERD treated with lansoprazole (30 mg/day) the healing rates after 8 weeks were much higher in PM (85 - 100%) and hetEM (68 - 95%) than in homEM (46 - 77%).	In our own study with @DRUG$ ( + @DRUG$ , clarithromycin , flagyl ) the eradication rates were 100 , xcviii and 80 % in PM , hetEM and homEM , severally , and in patient with GERD treated with lansoprazole ( xxx mg / day ) the healing rates after 8 week were much higher in PM (  - 100 % ) and hetEM ( 68 -  % ) than in homEM ( 46 - 77 % ) .	In our own study with @DRUG$ ( + @DRUG$ , clarithromycin , metronidazole ) ( eradication rates were 100 , 98 and - % ) PM , hetEM and homEM , respectively , and hetEM - with GERD treated with lansoprazole ( 30 mg / in ( the healing rates after 8 weeks were much higher in patients in 85 PM 100 % ) and day ( 68 80 95 % ) than in homEM the 46 - 77 % ) .	In own study with @DRUG$ ( @DRUG$ , , metronidazole ) the eradication rates were 100 , 98 and 80 % in PM , and homEM , respectively , and in patients with GERD treated with lansoprazole ( 30 mg / day ) the healing after 8 weeks were higher in PM ( 85 - % ) and hetEM ( - 95 % ) than 46 - 77 % ) .	In our own study, the eradication rates were 100%, 98%, and 80% in PM, hetEM, and homEM, respectively, and in patients with GERD treated with lansoprazole (30 mg/day) the healing rates after 8 weeks were much higher in PM	1
0	Effects of @DRUG$, N-acetylcysteine, and @DRUG$ on MUC5AC and mucociliary transport in primary differentiated human tracheal-bronchial cells.	Effects of @DRUG$ , N-acetylcysteine , and @DRUG$ on MUC5 AC and mucociliary transport in master differentiated human being tracheal - bronchial cells .	Effects in @DRUG$ , N-acetylcysteine , mucociliary @DRUG$ on MUC5 AC and and transport of primary differentiated human tracheal - bronchial cells .	Effects of @DRUG$ , N-acetylcysteine , and @DRUG$ on MUC5 AC and transport in differentiated human tracheal - bronchial cells .	The effects of @DRUG$ on MUC5 AC and mucociliary transport in primary differentiated human tracheal - bronchial cells are mediated, in part, by N-acetylcysteine .	1
0	@DRUG$ induces laxation and uterus contraction via @DRUG$ activating prostaglandin EP3 receptors.	@DRUG$ induces defecation and uterus contraction via @DRUG$ activating prostaglandin EP3 receptors .	@DRUG$ induces via and uterus contraction laxation @DRUG$ activating prostaglandin EP3 receptors .	@DRUG$ induces and uterus contraction via @DRUG$ activating prostaglandin EP3 receptors .	@DRUG$ causes @DRUG$ to activate prostaglandin EP3 receptors, which in turn causes laxation and uterus contraction.	0
0	In vitro, @DRUG$ showed more consistent metabolism by leukemic blasts to polyglutamates than @DRUG$.	In vitro , @DRUG$ showed more reproducible metabolism by leukemic blasts to polyglutamates than @DRUG$ .	In vitro , @DRUG$ showed more consistent metabolism by than blasts to polyglutamates leukemic @DRUG$ .	In vitro , @DRUG$ showed more consistent metabolism by leukemic blasts to polyglutamates @DRUG$ .	@DRUG$ showed more consistent metabolism by leukemic blasts to polyglutamates than @DRUG$ .	0
0	@DRUG$ (300 @DRUG$) also decreased mean 24-hour, daytime, and nighttime ambulatory blood pressures from baseline to week 10.	@DRUG$ ( 300 @DRUG$ ) also decreased mean 24 - hour , daytime , and night ambulatory blood squeeze from baseline to week 10 .	@DRUG$ ( 300 @DRUG$ ) - decreased mean 24 also , , daytime hour and nighttime ambulatory blood pressures from baseline to week 10 .	@DRUG$ ( 300 @DRUG$ ) also decreased mean 24 - hour , daytime , and nighttime ambulatory from baseline to week .	@DRUG$ ( 300 @DRUG$ ) also decreased blood pressure from baseline to week 10 .	0
0	However, like conventional beta-blockers, @DRUG$ may influence the renin-angiotensin-@DRUG$ system and respiratory function.	However , like formal beta-blockers , @DRUG$ may influence the renin-angiotensin-@DRUG$ system and respiratory function .	However function like conventional beta-blockers , @DRUG$ may influence the renin-angiotensin-@DRUG$ system and respiratory , .	like conventional beta-blockers @DRUG$ may influence renin-angiotensin-@DRUG$ system and respiratory function .	@DRUG$ may influence the renin-angiotensin-@DRUG$ system and respiratory function.	0
0	Bisoprolol 10 mg and atenolol 50 @DRUG$ had intermediate effects; @DRUG$ was the more beta1-selective of these two.	Bisoprolol 10 mg and tenormin 50 @DRUG$ had intermediate effectuate ; @DRUG$ was the more beta1 - selective of these two .	Bisoprolol 10 mg and atenolol 50 @DRUG$ had intermediate effects more @DRUG$ was the ; beta1 of selective - these two .	Bisoprolol 10 mg and atenolol 50 @DRUG$ had effects ; @DRUG$ was the more beta1 - selective these two .	Bisoprolol 10 mg and atenolol 50 mg had intermediate effects; @DRUG$ was the more beta1-selective of these two.	1
0	@DRUG$ also stimulated DCs to release high amounts of pro-inflammatory molecules such @DRUG$ MCP-1 and TNF-alpha cytokines and to drive T cell proliferation and differentiation towards a Th1 phenotype.	@DRUG$ also stimulated DCs to release high amounts of pro inflammatory molecules such @DRUG$ MCP - 1 and TNF - alpha cytokines and to drive T mobile phone proliferation and specialisation towards a Th1 phenotype .	@DRUG$ high stimulated DCs to release also amounts MCP pro-inflammatory molecules such @DRUG$ of - 1 and TNF - alpha cytokines and to drive T cell proliferation and differentiation towards a Th1 phenotype .	@DRUG$ also stimulated DCs to release high amounts of pro-inflammatory molecules such @DRUG$ MCP - 1 and TNF alpha cytokines and drive T cell proliferation and differentiation towards a Th1 phenotype .	@DRUG$ stimulates DCs to release high amounts of pro-inflammatory molecules such as MCP-1 and TNF-alpha cytokines, and to drive T cell proliferation and differentiation towards a Th1 phenotype.	1
0	Analysis of variance revealed a between-groups difference in the evolution of IELT delay (@DRUG$ = 0.0004); in the @DRUG$, fluoxetine, and sertraline groups there was a gradual increase to about 110 seconds, whereas in the fluvoxamine group, IELT was increased to only approximately 40 seconds.	psychoanalysis of variableness revealed a between - mathematical group difference in the evolution of IELT delay ( @DRUG$ = 0.0004 ) ; in the @DRUG$ , fluoxetine , and zoloft mathematical group there was a gradual increase to about 110 bit , whereas in the fluvoxamine group , IELT was increased to only approximately 40 bit .	Analysis of variance revealed a between - groups difference in the evolution whereas , delay ( @DRUG$ seconds increase ) ; a the @DRUG$ , fluoxetine IELT and sertraline groups there was in gradual 0.0004 to about 110 = , of in the fluvoxamine group , IELT was increased to only approximately 40 seconds .	Analysis of variance revealed a between - groups difference in the evolution of delay ( @DRUG$ = 0.0004 ) ; in @DRUG$ , fluoxetine and sertraline groups there was a gradual increase to about 110 seconds , whereas in the fluvoxamine group , IELT was increased to only approximately 40 seconds .	Analysis of variance revealed a between - groups difference in the evolution of IELT delay ( @DRUG$ = 0.0004 ) ; in the @DRUG$ , fluoxetine , and sertraline groups there was a gradual increase to about 110 seconds , whereas in the fluv	0
0	Patients who were infected with HCV of other genotypes (114 patients) were enrolled in the @DRUG$-@DRUG$-voxilaprevir group.	Patients who were taint with HCV of other genotypes ( 114 patients ) were enroll in the @DRUG$ - @DRUG$ - voxilaprevir group .	Patients other were infected 114 HCV of who genotypes ( with patients ) were enrolled in the @DRUG$ - @DRUG$ - voxilaprevir group .	Patients who were with HCV of genotypes ( 114 ) were enrolled in the @DRUG$ - @DRUG$ - voxilaprevir group .	Patients who were infected with HCV of other genotypes ( 114 patients ) were enrolled in the @DRUG$ - @DRUG$ - voxilaprevir group .	0
0	By contrast, there was a 10-fold increase in the urinary dextromethorphan/@DRUG$ ratio in the @DRUG$ group and this differed significantly from those in the ziprasidone and placebo groups (P = 0.0001).	By dividing line , there was a 10 - fold step up in the urinary dextromethorphan / @DRUG$ ratio in the @DRUG$ group and this differed importantly from those in the ziprasidone and placebo groups ( P = 0.0001 ) .	By contrast , 0.0001 was a 10 in fold the in increase urinary dextromethorphan / @DRUG$ ratio - the @DRUG$ group and this differed significantly from those in the ziprasidone and placebo groups ( P = there ) .	By contrast , there was a 10 - fold increase in the urinary dextromethorphan / @DRUG$ ratio in the @DRUG$ group and this differed from those in the ziprasidone placebo groups ( P = 0.0001 ) .	There was a 10-fold increase in the urinary dextromethorphan / @DRUG$ ratio in the @DRUG$ group.	0
0	Results showed that supplementation of the organic forms of Mg (citrate and amino-acid chelate) showed greater absorption (P = 0.033) at 60 days than MgO, @DRUG$ assessed by the 24-h urinary @DRUG$ excretion.	effect establish that supplementation of the organic forms of milligram ( citrate and amino-acid chelate ) establish greater absorption ( P = 0.033 ) at 60 days than MgO , @DRUG$ assessed by the twenty four -h urinary @DRUG$ excretion .	Results showed organic supplementation of the that Mg of forms 24 citrate and amino-acid chelate ) showed greater absorption ( P = 0.033 60 at ) days than MgO , @DRUG$ assessed by the ( -h urinary @DRUG$ excretion .	Results showed that supplementation the organic forms of Mg ( citrate and amino-acid chelate ) showed greater absorption ( P = 0.033 ) at 60 days MgO , @DRUG$ assessed by the 24 -h urinary @DRUG$ excretion .	The organic forms of magnesium ( citrate and amino-acid chelate ) showed greater absorption than magnesium oxide , as assessed by the 24 -h urinary @DRUG$ excretion .	1
0	@DRUG$ was compared with nystatin, @DRUG$, flucytosine, itraconazole, clotrimazole, ketoconazole, fluconazole, buconazole, and miconazole; as monotherapy, boric acid was studied in 7 studies.	@DRUG$ was compared with nystatin , @DRUG$ , flucytosine , itraconazole , clotrimazole , ketoconazole , fluconazole , buconazole , and miconazole ; as monotherapy , boracic sulphurous was studied in seven studies .	@DRUG$ was compared ; nystatin , @DRUG$ , and , , , clotrimazole , ketoconazole , fluconazole , buconazole itraconazole flucytosine miconazole with as monotherapy , boric acid was studied in 7 studies .	@DRUG$ was compared with nystatin , @DRUG$ , , itraconazole , clotrimazole , ketoconazole , fluconazole , buconazole and miconazole ; as monotherapy boric acid was studied in 7 studies .	@DRUG$ was compared with nystatin, flucytosine, itraconazole, clotrimazole, ketoconazole, fluconazole, buconazole, and miconazole; as monotherapy, boric acid was studied in 7	1
1	PURPOSE: To determine whether @DRUG$ (MSM) affects @DRUG$ (LTG) blood levels and whether any change is of clinical significance.	PURPOSE : To settle whether @DRUG$ ( MSM ) affects @DRUG$ ( LTG ) blood levels and whether any change is of clinical import .	PURPOSE : To determine whether @DRUG$ whether MSM ) affects @DRUG$ ( LTG clinical blood levels and ( any change is of ) significance .	PURPOSE determine whether @DRUG$ ( MSM ) affects @DRUG$ ( LTG ) blood levels and whether any change is of clinical significance .	Does MSM affect the blood levels of LTG, and if so, is this change clinically significant?	1
0	The 15 most frequently positive allergens were nickel sulfate (19.0%), Myroxilon pereirae (balsam of Peru, 11.9%), fragrance mix I (11.5%), quaternium-15 (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), potassium dichromate (4.8%), carba mix (3.9%), thiuram mix (3.9%), @DRUG$ (3.7%), and @DRUG$ (3.4%).	The  most frequently cocksure allergen were ni sulphate ( 19.0 % ) , Myroxilon pereirae ( balsam of republic of peru , 11.9 % ) , fragrance flux i ( 11.5 % ) , quaternium -  ( 10.3 % ) , neobiotic ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , co chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , potassium dichromate ( 4.8 % ) , carba flux ( 3.9 % ) , thiuram flux ( 3.9 % ) , @DRUG$ ( 3.7 % ) , and @DRUG$ ( 3.4 % ) .	15 The most , , allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( 10.3 of Peru , 11.9 p-phenylenediamine ) , fragrance mix I positive 11.5 % ) , quaternium - 15 ( balsam % ) , neomycin ( ( % ) , bacitracin ( % % ) , formaldehyde ( 9.0 % % , cobalt chloride ( 8.4 % ) ( methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , % ( 5.0 % ) , potassium dichromate ( 4.8 % ) , carba % ( 3.9 9.2 ) , thiuram mix 10.0 3.9 % ) , @DRUG$ ( 3.7 mix ) frequently and @DRUG$ ( 3.4 ) ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) , neomycin ( 10.0 % ) bacitracin ( 9.2 % ) , formaldehyde ( 9.0 % ) , cobalt chloride ( 8.4 % ) , methyldibromoglutaronitrile / ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , potassium dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , @DRUG$ ( 3.7 % ) , and @DRUG$ ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % ) ,	1
0	The response rate was highest among patients with a clonal interstitial deletion involving chromosome 5q31.1 (83 percent, @DRUG$ compared with 57 percent among those with a normal karyotype and 12 percent among those with other karyotypic abnormalities; @DRUG$=0.007) and patients with lower prognostic risk.	The response place was highest among patient role with a clonal interstitial omission involving chromosome 5q31.1 ( 83 percent , @DRUG$ liken with 57 percent among those with a normal karyotype and 12 percent among those with other karyotypic abnormalities ; @DRUG$=0.007 ) and patient role with lower prognostic risk .	The response rate was highest among patients with a with interstitial deletion ( chromosome 5q31.1 , 83 percent involving @DRUG$ compared clonal 57 percent among those and a normal karyotype and 12 percent among those with other karyotypic abnormalities ; @DRUG$=0.007 ) with patients with lower prognostic risk .	response rate was highest among patients with a clonal interstitial deletion involving chromosome 5q31.1 ( 83 percent , @DRUG$ compared with 57 percent among with normal karyotype and 12 percent among those with other abnormalities ; @DRUG$=0.007 ) and patients with lower prognostic risk .	The response rate was highest among patients with a clonal interstitial deletion involving chromosome 5q31.1 ( 83 percent , @DRUG$ compared with 57 percent among those with a normal karyotype and 12 percent among those with other karyotypic abnormalities ; @DRUG$=0.007	0
0	Four weekly intravenous infusions of @DRUG$ were administered at doses of 125, 250, 375, or 500 @DRUG$/m2.	Four hebdomadal intravenous infusions of @DRUG$ were administered at doses of 125 , 250 , 375 , or d @DRUG$ / m2 .	Four weekly intravenous infusions of @DRUG$ were administered of doses at 125 , 250 , 375 , 500 or @DRUG$ / m2 .	Four weekly intravenous infusions of @DRUG$ were administered at doses of 125 , 250 375 , or 500 @DRUG$ / m2 .	For every 125 units of @DRUG$, there are 250 units of @DRUG$.	0
0	The GnRH agonist nafarelin is @DRUG$ effective as @DRUG$ or oral contraceptives for the treatment of endometriosis and causes fewer adverse reactions.	The GnRH agonist nafarelin is @DRUG$ effective as @DRUG$ or oral contraceptives for the discourse of endometriosis and causes few adverse reactions .	The GnRH agonist nafarelin as @DRUG$ effective is @DRUG$ or oral contraceptives reactions the treatment of endometriosis and causes fewer adverse for .	The GnRH nafarelin @DRUG$ effective as @DRUG$ oral contraceptives the treatment endometriosis and causes fewer adverse reactions .	Nafarelin is effective as oral contraceptives for the treatment of endometriosis and causes fewer adverse reactions.	1
0	The pharmacokinetics of both relebactam and vaborbactam are described by a two-compartment, linear model and do not appear to be altered by the @DRUG$-administration of imipenem and @DRUG$, respectively.	The pharmacokinetics of both relebactam and vaborbactam are delineate by a two -compartment , linear simulate and do not appear to be alter by the @DRUG$ - administration of imipenem and @DRUG$ , respectively .	The pharmacokinetics of both relebactam and vaborbactam described linear by a two -compartment , are model respectively do not appear to be altered by the @DRUG$ - administration of imipenem and @DRUG$ , and .	The of both relebactam and vaborbactam are described by a two -compartment , linear and do not appear to be altered the @DRUG$ - administration of imipenem and @DRUG$ , respectively .	Both relebactam and vaborbactam are absorbed and eliminated in a linear fashion, and neither drug appears to be affected by the presence of the other.	1
0	Ninety-two patients received a 100-@DRUG$ infusion of SL-carbamazepine @DRUG$ part of their morning dose.	Ninety - two patient received a  - @DRUG$ infusion of SL - carbamazepine @DRUG$ part of their morning dose .	Ninety - two patients 100 a received - @DRUG$ infusion of SL - of @DRUG$ part carbamazepine their morning dose .	Ninety - two patients received a 100 - @DRUG$ infusion SL - carbamazepine @DRUG$ part of their morning dose .	Ninety - two patients received a 100 - @DRUG$ infusion of SL - carbamazepine @DRUG$ part of their morning dose .	0
0	The subjects were often heavily colonized by new aerobic strains such @DRUG$ enterococci, E. coli, Bacillus, Enterobacter, Aeromonas, and @DRUG$.	The subjects were often heavily settled by new aerophilous strains such @DRUG$ enterococci , E. coli , Bacillus , Enterobacter , Aeromonas , and @DRUG$ .	heavily subjects were often The colonized by and aerobic strains such @DRUG$ enterococci , E. coli , Bacillus , Enterobacter , Aeromonas , new @DRUG$ .	The subjects were often heavily colonized by new aerobic strains such @DRUG$ enterococci , E. coli , Bacillus , Enterobacter , Aeromonas , and @DRUG$	The subjects were often heavily colonized by new aerobic strains such as @DRUG$ enterococci, E. coli, Bacillus, Enterobacter, Aeromonas, and @DRUG$.	0
0	At a dosage of 1-2 mg/kg administered s.c., robenacoxib should be at least @DRUG$ effective as 0.2 @DRUG$/kg of meloxicam in suppressing acute joint pain and inflammation in dogs.	At a dosage of 1 - two mg / kg administered s.c. , robenacoxib should be at to the lowest degree @DRUG$ effective as 0.2 @DRUG$ / kg of meloxicam in suppressing piercing joint pain and inflammation in dogs .	At suppressing dosage of 1 - 2 at / kg administered s.c. , robenacoxib should be mg least @DRUG$ effective as 0.2 @DRUG$ / kg of meloxicam in a in joint pain and inflammation acute dogs .	At a dosage of 1 - 2 mg / kg administered s.c. , robenacoxib should at least @DRUG$ effective as 0.2 @DRUG$ / kg of meloxicam in suppressing acute joint pain and inflammation dogs .	For every 1 - 2 mg / kg of robenacoxib administered, it should be at least as effective as 0.2 mg / kg of meloxicam in suppressing acute joint pain and inflammation in dogs.	1
0	A part of the samples were subjected to DNA-DNA hybridizations of 14 microbial plaque species: Actinomyces naeslundii, A. viscosus, Fusobacterium nucleatum, Lactobacillus acidophilus, L. fermentum, L. paracasei, L. @DRUG$, @DRUG$. plantarum, Streptococcus gordonii, S. oralis, S. parasanguis, S. salivarius, S. sanguinis, Veillonella parvula.	A part of the try out were subjected to deoxyribonucleic acid - deoxyribonucleic acid hybridizations of fourteen microbic plaque species : Actinomyces naeslundii , A. viscosus , Fusobacterium nucleatum , Lactobacillus lactobacillus acidophilus , L. fermentum , L. paracasei , L. @DRUG$ , @DRUG$ . plantarum , streptococci gordonii , S. oralis , S. parasanguis , S. salivarius , S. sanguinis , Veillonella parvula .	A part of the samples to subjected were 14 - DNA hybridizations paracasei DNA microbial plaque species : Actinomyces naeslundii , A. viscosus , Fusobacterium nucleatum , Lactobacillus acidophilus , L. , , L. of , L. @DRUG$ , @DRUG$ . plantarum , Streptococcus gordonii , , oralis S. S. parasanguis , S. salivarius fermentum S. sanguinis , Veillonella parvula .	part of the samples were subjected to DNA DNA hybridizations 14 microbial plaque species : Actinomyces naeslundii , A. viscosus , Fusobacterium , Lactobacillus acidophilus , L. fermentum , paracasei , L. @DRUG$ , @DRUG$ . plantarum , gordonii , S. oralis , S. parasanguis , S. salivarius , S. sanguinis , Veillonella parvula	A part of the samples were subjected to DNA - DNA hybridizations of 14 microbial plaque species : Actinomyces naeslundii , A. viscosus , Fusobacterium nucleatum , Lactobacillus acidophilus , L. fermentum , L. parac	1
1	Based on inhibition constant values the inhibitory effects of @DRUG$, 5-HM and DPr-P-4(N-->O) were 1.4 to 1.7 times greater in the bladder than in the parotid gland, whereas the inhibitory effects of oxybutynin, DEOB, @DRUG$ and darifenacin were 2 to 10 times greater in the parotid gland.	Based on forbiddance constant quantity values the inhibitory effects of @DRUG$ , 5 - HM and DPr -P-4 ( due north -->O ) were 1.4 to 1.7 fourth dimension greater in the bladder than in the parotid gland , whereas the inhibitory effects of oxybutynin , DEOB , @DRUG$ and darifenacin were deuce to 10 fourth dimension greater in the parotid gland .	Based were inhibition constant values the inhibitory effects of @DRUG$ , 5 - N and DPr on ( HM -->O ) -P-4 1.4 to gland times greater in the bladder than in the parotid gland the whereas the inhibitory effects of oxybutynin , DEOB , @DRUG$ and darifenacin were 2 to 10 times greater in , parotid 1.7 .	Based on inhibition constant values the effects of @DRUG$ , 5 - HM and DPr -P-4 ( N -->O ) were 1.4 to 1.7 greater in the bladder than in the parotid gland whereas the effects of oxybutynin , DEOB , @DRUG$ and darifenacin 2 to 10 times greater in parotid gland	The inhibitory effects of @DRUG$ were 1.4 to 1.7 times greater in the bladder than in the parotid gland, whereas the inhibitory effects of oxybutynin, DEOB, @DRUG$ and darifenacin were 2 to 10 times greater	0
0	BACKGROUND AND OBJECTIVES: @DRUG$ (LCI699) is an adrenal steroidogenesis inhibitor currently in late-phase clinical development @DRUG$ a potential treatment for Cushing's disease.	BACKGROUND AND OBJECTIVES : @DRUG$ ( LCI699 ) is an adrenal steroidogenesis inhibitor presently in late - phase clinical development @DRUG$ a potential treatment for cushing 's disease .	BACKGROUND AND OBJECTIVES : @DRUG$ ( LCI699 ) adrenal an is steroidogenesis inhibitor currently in late - Cushing clinical development @DRUG$ a potential treatment for phase 's disease .	BACKGROUND AND OBJECTIVES : @DRUG$ ( LCI699 ) an adrenal steroidogenesis inhibitor in late - phase clinical development @DRUG$ a potential treatment for Cushing 's .	@DRUG$ is an inhibitor of adrenal steroidogenesis, while @DRUG$ is a potential treatment for Cushing's disease.	0
0	@DRUG$ (3,4,4'-trichlorocarbanilide; TCC) is widely used @DRUG$ an antibacterial in bar soaps.	@DRUG$ ( 3,4,4'-trichlorocarbanilide ; TCC ) is wide used @DRUG$ an antibacterial in bar soaps .	@DRUG$ ( 3,4,4'-trichlorocarbanilide ; in ) is widely used @DRUG$ an antibacterial TCC bar soaps .	@DRUG$ ( 3,4,4'-trichlorocarbanilide ; TCC is widely used @DRUG$ an antibacterial in bar soaps .	@DRUG$ is a widely used antibacterial in bar soaps.	1
0	CONCLUSIONS: @DRUG$ 10 and 25 mg for 24 weeks @DRUG$ add-on to metformin therapy significantly improved glycemic control, weight, and BP, and were well-tolerated.	CONCLUSIONS : @DRUG$ 10 and 25 mg for 24 weeks @DRUG$ add - on to metformin therapy importantly improve glycemic control , weight , and BP , and were well - put up .	CONCLUSIONS 24 @DRUG$ 10 and 25 mg for glycemic weeks @DRUG$ add - on to metformin therapy significantly improved : control , weight , and tolerated , and were well - BP .	CONCLUSIONS : @DRUG$ 10 and 25 mg for 24 weeks @DRUG$ add - on to metformin therapy significantly improved glycemic control , weight , and BP and were well - tolerated .	@DRUG$ 10 and 25 mg for 24 weeks @DRUG$ add - on to metformin therapy significantly improved glycemic control , weight , and BP , and were well - tolerated .	0
0	Seventeen patients with advanced metastatic melanoma received @DRUG$ 75 mg p.o. t.i.@DRUG$., unless toxicity or disease progression supervened.	Seventeen patients with advanced metastatic melanoma received @DRUG$ 75 mg p.o. t.i.@DRUG$ . , unless toxicity or disease advance supervene .	Seventeen patients toxicity advanced metastatic melanoma received @DRUG$ 75 p.o. mg t.i.@DRUG$ . , unless with or disease progression supervened .	Seventeen patients with advanced metastatic melanoma received @DRUG$ 75 mg p.o. t.i.@DRUG$ . , unless toxicity or progression supervened .	Seventeen patients with advanced metastatic melanoma received @DRUG$ 75 mg p.o. t.i.@DRUG$ . , unless toxicity or disease progression supervened ."In other words, DRUGA and DRUGB are administered together, but if DRUGA	0
0	Like imipenem and meropenem, @DRUG$ and vaborbactam are both primarily renally excreted, and clearance correlates with @DRUG$ clearance.	care imipenem and meropenem , @DRUG$ and vaborbactam are both in the main renally excreted , and clearance correlates with @DRUG$ clearance .	are imipenem , meropenem , @DRUG$ and vaborbactam Like both primarily renally excreted and and clearance correlates with @DRUG$ clearance .	imipenem and meropenem @DRUG$ and are primarily renally excreted , and clearance correlates with @DRUG$ clearance	The more quickly @DRUG$ is cleared from the body, the more quickly @DRUG$ is cleared from the body.	0
0	@DRUG$, @DRUG$-liver oil, sunlight, and rickets: a historical perspective.	@DRUG$ , @DRUG$ - liver rock oil , sunlight , and rickets : a historical perspective .	@DRUG$ , @DRUG$ - liver oil , sunlight : and rickets , a historical perspective .	@DRUG$ @DRUG$ - liver sunlight , rickets : a historical perspective .	Liver oil, sunlight, and rickets: a historical perspective.	1
1	We cover nicotine replacement therapy (NRT), antidepressants (bupropion and nortriptyline), nicotine receptor partial agonists (varenicline and cytisine), anxiolytics, selective type 1 cannabinoid receptor antagonists (@DRUG$), @DRUG$, lobeline, dianicline, mecamylamine, Nicobrevin, opioid antagonists, nicotine vaccines, and silver acetate.	We overlay nicotine replacement therapy ( NRT ) , antidepressants ( bupropion and nortriptyline ) , nicotine receptor partial agonist ( varenicline and cytisine ) , anxiolytic drug , selective typewrite ace cannabinoid receptor antagonists ( @DRUG$ ) , @DRUG$ , lobeline , dianicline , mecamylamine , Nicobrevin , opioid antagonists , nicotine vaccines , and silver acetate .	We cover ) replacement therapy ( NRT nicotine , antidepressants ( bupropion and nortriptyline ) , nicotine receptor partial agonists ( varenicline and cytisine ) , anxiolytics , selective , acetate cannabinoid receptor antagonists ( @DRUG$ ) , @DRUG$ , lobeline , dianicline vaccines mecamylamine , Nicobrevin , opioid antagonists , nicotine , type and silver 1 .	We cover nicotine replacement therapy ( NRT ) , ( and nortriptyline ) , nicotine receptor partial ( varenicline and cytisine ) , anxiolytics , selective type 1 cannabinoid receptor antagonists ( @DRUG$ ) , @DRUG$ , lobeline , dianicline , mecamylamine , Nicobrevin , opioid antagonists , nicotine vaccines , and acetate .	@DRUG$ is a drug that is used to treat @DRUG$, which is a drug that is used to treat addiction to nicotine.	0
0	As a result, public @DRUG$ supplies in Southern California were found to contain @DRUG$ ions in the range of 5 to 8 ppb, and those in Southern Nevada were found to contain 5 to 24 ppb.	adenine a result , public @DRUG$ supplies in Southern golden state were found to contain @DRUG$ ions in the range of 5 to 8 ppb , and those in Southern Nevada were found to contain 5 to twenty four ppb .	in to result , public @DRUG$ supplies in Southern California were found to contain @DRUG$ ions in the range As 5 to 8 ppb , and those of Southern Nevada were found a contain 5 to 24 ppb .	a result , public @DRUG$ supplies in Southern California were found to contain @DRUG$ ions in the range of 5 to 8 ppb , and those in Southern Nevada were found to contain 5 to 24 ppb .	Public @DRUG$ supplies in Southern California were found to contain @DRUG$ ions in the range of 5 to 8 ppb, and those in Southern Nevada were found to contain 5 to 24 ppb.	0
0	Neither trial reported function.Low-quality evidence from three trials (1136 participants) indicated there may be no difference in the incidence of acute gout attacks with allopurinol up to 300 mg daily versus @DRUG$ 80 @DRUG$ daily over eight to 24 weeks (21% with allopurinol versus 23% with febuxostat, RR 0.89, 95% CI 0.71 to 1.1); however more participants may achieve target serum urate level (four trials; 2618 participants) with febuxostat 80 mg daily versus allopurinol 300 mg daily (38% with allopurinol versus 70% with febuxostat, RR 0.56, 95% CI 0.48 to 0.65, NNTB with febuxostat 4).	Neither tryout reported function . Low - quality evidence from three test ( 1136 participants ) designate there may be no difference in the incidence of acute gout assault with allopurinol up to 300 milligram daily versus @DRUG$ fourscore @DRUG$ daily over eight to 24 weeks ( twenty one % with allopurinol versus xxiii % with febuxostat , RR 0.89 ,  % CI 0.71 to 1.1 ) ; however more participants may attain target blood serum urate level off ( four test ; 2618 participants ) with febuxostat fourscore milligram daily versus allopurinol 300 milligram daily ( 38 % with allopurinol versus 70 % with febuxostat , RR 0.56 ,  % CI 0.48 to 0.65 , NNTB with febuxostat 4 ) .	80 trial reported function . Low - quality evidence versus three trials ( 1136 % ) indicated there may be no difference in the incidence of acute gout attacks with allopurinol serum to 300 mg daily versus @DRUG$ 80 @DRUG$ daily over ; to 24 weeks to 21 % with allopurinol versus 23 % with febuxostat , level 0.89 , 95 with CI 0.71 ( 1.1 ) eight however more participants may achieve % up urate RR ( four trials ; 2618 participants ) with febuxostat Neither mg allopurinol from daily % mg daily ( 38 300 with allopurinol versus 70 participants with febuxostat , RR 0.56 , 95 target CI 0.48 to 0.65 ) NNTB % febuxostat 4 , .	Neither trial reported function Low - quality evidence from three ( participants ) indicated there may be no in the incidence of acute gout attacks with allopurinol up to 300 mg daily versus @DRUG$ 80 @DRUG$ daily over eight to 24 weeks ( 21 % with allopurinol versus 23 % with febuxostat , RR 0.89 , 95 % 0.71 to 1.1 ) ; however more participants may target serum urate level four ; 2618 participants ) febuxostat 80 mg versus 300 mg daily ( 38 % with allopurinol versus 70 % with febuxostat , RR 0.56 , 95 CI 0.48 to 0.65 , NNTB with febuxostat 4 ) .	There may be no difference in the incidence of acute gout attacks with allopurinol up to 300 mg daily versus @DRUG$ 80 @DRUG$ daily over eight to 24 weeks. However, more participants may achieve target serum urate level with febuxostat 80 mg daily versus	0
1	Neurochemical experiments were done to examine serotonin release and serotonin uptake inhibition as mechanisms of action of d-@DRUG$ in rats and to compare d-fenfluramine to @DRUG$, a serotonin uptake inhibitor.	neurochemical experiments were done to examine serotonin release and serotonin uptake inhibition as mechanism of natural action of d-@DRUG$ in rats and to compare d-fenfluramine to @DRUG$ , a serotonin uptake inhibitor .	Neurochemical experiments to done were examine serotonin release and serotonin uptake inhibition as mechanisms of action and d-@DRUG$ in compare of to rats d-fenfluramine to @DRUG$ , a serotonin uptake inhibitor .	Neurochemical were done to examine serotonin release and serotonin uptake inhibition mechanisms of of d-@DRUG$ in rats and to compare d-fenfluramine to @DRUG$ , a serotonin uptake inhibitor .	Neurochemical experiments were done to examine serotonin release and serotonin uptake inhibition as mechanisms of action of d-@DRUG$ in rats and to compare d-fenfluramine to @DRUG$ , a serotonin uptake inhibitor ."DRUGA is a drug that causes serotonin release, while DR	0
0	The combined oral contraceptive pill containing @DRUG$ and ethinyl estradiol plus levomefolate @DRUG$.	The combined oral contraceptive oral contraceptive pill containing @DRUG$ and ethinyl estradiol plus levomefolate @DRUG$ .	The combined oral contraceptive pill containing @DRUG$ plus ethinyl estradiol and levomefolate @DRUG$ .	The combined oral contraceptive pill containing @DRUG$ and ethinyl estradiol plus levomefolate @DRUG$ .	The combined oral contraceptive pill containing @DRUG$ and ethinyl estradiol plus levomefolate @DRUG$ is a medication that is used to prevent pregnancy.	0
0	@DRUG$ has potential @DRUG$ monotherapy in these tumor types, or as a combination partner for other cytotoxic agents with different mechanisms of action and little overlap of key toxicities.	@DRUG$ has potential drop @DRUG$ monotherapy in these tumour typewrite , or as a combination partner for other cytotoxic agents with different mechanisms of action and little overlap of key toxicities .	@DRUG$ has potential @DRUG$ monotherapy in action tumor agents little or as a combination partner for other cytotoxic types with different mechanisms of these and , overlap of key toxicities .	@DRUG$ has potential @DRUG$ monotherapy in these tumor types , as a combination partner for other cytotoxic agents with different of and little overlap of key toxicities .	@DRUG$ has potential as a monotherapy in these tumor types, or as a combination partner for other cytotoxic agents with different mechanisms of action and little overlap of key toxicities.	1
0	To @DRUG$, @DRUG$ has not been compared with an animal-derived surfactant in a premature animal model.	To @DRUG$ , @DRUG$ has not been compared with an animal-derived surfactant in a premature animal poser .	To @DRUG$ , @DRUG$ an not been compared with has animal-derived surfactant in a premature animal model .	To @DRUG$ , @DRUG$ has not compared with an surfactant a premature animal .	We don't know if @DRUG$ is better than @DRUG$ because we haven't compared them in a premature animal model.	0
1	Some antipsychotic drugs inhibited (+)-[3H]SKF 10,047 binding with high to moderate affinities in the following order of potency: @DRUG$ greater than perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than molindone greater than or equal to pimozide greater than or equal to thioridazine greater than or equal to chlorpromazine greater than or equal to @DRUG$.	Some neuroleptic drug drugs subdue ( + ) -[ 3H ]SKF 10,047 bond with high to control affinities in the adopt social club of potency : @DRUG$ greater than perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than molindone greater than or equal to pimozide greater than or equal to thioridazine greater than or equal to chlorpromazine greater than or equal to @DRUG$ .	than antipsychotic drugs inhibited ( + ) -[ 3H equal Some binding with high to moderate affinities in the following order of potency : @DRUG$ greater than perphenazine greater than fluphenazine greater greater acetophenazine greater than trifluoperazine greater 10,047 molindone greater or than equal than pimozide than than or ]SKF to thioridazine greater to or equal to chlorpromazine greater than or equal to @DRUG$ .	Some antipsychotic inhibited ( + ) -[ 3H ]SKF 10,047 binding with to moderate affinities in the of potency : @DRUG$ greater perphenazine greater than fluphenazine greater acetophenazine greater than trifluoperazine greater molindone greater than or equal to pimozide greater than or equal to thioridazine greater than or equal to chlorpromazine greater or equal @DRUG$ .	The order of potency of some antipsychotic drugs in inhibiting ( + ) -[ 3H ]SKF 10,047 binding is @DRUG$ greater than perphenazine greater than fluphenazine greater than acetophenazine greater than trifluoperazine greater than molindone greater	1
0	Since @DRUG$ is at least as well tolerated as @DRUG$, with its convenient administration schedule and pharmacokinetic profile it is a useful alternative to erythromycin in the treatment of appropriate community-acquired infections.	Since @DRUG$ is at least as well tolerated as @DRUG$ , with its commodious administration schedule and pharmacokinetic visibility it is a useful alternative to erythromycin in the treatment of appropriate community of interests - acquired infections .	Since @DRUG$ is at least as - tolerated as @DRUG$ , with its convenient administration schedule and pharmacokinetic profile it community a useful alternative to erythromycin in the treatment of infections is well acquired appropriate .	@DRUG$ at least as well tolerated @DRUG$ , with its convenient administration schedule and pharmacokinetic profile it is a useful alternative to erythromycin in the treatment of appropriate community - acquired infections .	@DRUG$ is just as good as @DRUG$ at treating infections, but it is more convenient to take because it has a better pharmacokinetic profile.	0
0	In comparative trials in the management of hypertension, the combination of @DRUG$ 1 or 2 mg/d and verapamil ER 180 @DRUG$/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	in comparative trials in the management of hypertension , the combination of @DRUG$ unity or 2 milligram /d and isoptin ER 180 @DRUG$ / d was statistically undistinguishable from or superior to the combinations of atenolol 50 or hundred milligram /d plus chlorthalidone 12.5 or 25 milligram /d , captopril 50 milligram / d plus HCTZ 25 milligram /d , zestril xx milligram / d plus HCTZ 12.5 milligram /d , and metoprolol hundred milligram / d plus HCTZ 12.5 mg/d .	In comparative mg in the management of hypertension , the combination of @DRUG$ from or 2 mg /d and the ER 180 @DRUG$ / d was statistically indistinguishable 1 or superior to verapamil combinations of atenolol 12.5 or 100 mg /d plus chlorthalidone 50 or / mg /d , captopril trials mg / d plus HCTZ 25 mg /d , plus 20 mg 25 d lisinopril HCTZ 12.5 mg /d , and metoprolol 100 50 / d plus HCTZ 12.5 mg/d .	In trials in management of hypertension , the combination of @DRUG$ 1 2 mg /d and ER @DRUG$ / d was statistically indistinguishable from or superior to the combinations of atenolol 50 or mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ 25 mg /d , lisinopril mg / d HCTZ 12.5 /d , and metoprolol mg / d plus HCTZ 12.5 mg/d .	The combination of @DRUG$ and verapamil ER was statistically indistinguishable from or superior to the combinations of atenolol, captopril, lisinopril, and metoprolol.	1
0	Twelve neutral free @DRUG$, i.e. serine, threonine, @DRUG$, asparagine, alanine, proline, methionine, tyrosine, valine, leucine, isoleucine and phenylalanine, were surveyed for the presence of D-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	twelve achromatic free @DRUG$ , i.e. serine , threonine , @DRUG$ , asparagine , alanine , proline , methionine , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the comportment of D-enantiomers in plasma samples from patient role with nephritic diseases and from normal subjects .	Twelve neutral free @DRUG$ , i.e. serine patients were , @DRUG$ , asparagine plasma alanine , proline , methionine leucine tyrosine , valine , , , isoleucine and phenylalanine , threonine surveyed for the presence of D-enantiomers in , samples from , with renal diseases and from normal subjects .	Twelve neutral free @DRUG$ , i.e. serine , , @DRUG$ , asparagine , alanine , proline methionine , tyrosine , valine , leucine , isoleucine and , were surveyed for the presence D-enantiomers in plasma samples from patients with renal diseases and from normal subjects .	Twelve neutral free @DRUG$ , i.e. serine , threonine , asparagine , alanine , proline , methionine , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the presence	1
1	In the L5 ligation model with thermal stimulation retigabine 10 @DRUG$/kg p.o. was as effective as 100 mg/kg gabapentin or 10 mg/kg @DRUG$.	indium the L5 ligation model with thermal stimulation retigabine tenner @DRUG$ / kilogram p.o. was as effective as 100 mg / kilogram gabapentin or tenner mg / kilogram @DRUG$ .	In the L5 ligation model kg thermal or retigabine 10 @DRUG$ / kg p.o. was as effective as 100 mg / kg gabapentin stimulation 10 mg / with @DRUG$ .	In the L5 model with thermal stimulation retigabine 10 @DRUG$ / kg p.o. was as effective as 100 mg kg gabapentin or 10 mg / kg @DRUG$ .	For every 10 mg / kg of @DRUG$ given orally, there is the same level of effectiveness as 100 mg / kg of gabapentin or 10 mg / kg of @DRUG$ .	0
0	Glibenclamide uptake was weakly inhibited by DIDS and by anthracene-9-carboxylic acid (A-9-C) but not by @DRUG$ and @DRUG$.	Glibenclamide uptake was weakly inhibited by DIDS and by anthracene - 9 - carboxylic acidulous ( angstrom unit - 9 - C ) but not by @DRUG$ and @DRUG$ .	Glibenclamide uptake was A inhibited by DIDS and by anthracene - 9 - carboxylic acid ( weakly - 9 - C ) but not by @DRUG$ and @DRUG$ .	was inhibited by DIDS and by anthracene - 9 - carboxylic acid A - 9 - C ) but not by @DRUG$ and @DRUG$ .	Glibenclamide uptake was weakly inhibited by DIDS and by anthracene - 9 - carboxylic acid ( A - 9 - C ) but not by @DRUG$ and @DRUG$ .	0
0	The objective of this study was to evaluate the antibacterial efficacy of isoconazole @DRUG$ (ISN), a broad-spectrum antimicrobial @DRUG$, commonly used to treat dermatomycoses.	The object of this study was to evaluate the antibacterial efficacy of isoconazole @DRUG$ ( ISN ) , a broad-spectrum antimicrobial @DRUG$ , usually used to treat dermatomycoses .	The to of this study commonly to evaluate the antibacterial efficacy of isoconazole @DRUG$ ( ISN ) , a broad-spectrum antimicrobial @DRUG$ , was used objective treat dermatomycoses .	The objective of this study was to evaluate the antibacterial efficacy of isoconazole @DRUG$ ( ISN ) , a broad-spectrum antimicrobial @DRUG$ , commonly used to treat dermatomycoses .	The study found that isoconazole @DRUG$ was an effective antibacterial @DRUG$ against dermatomycoses.	0
0	RESULTS: @DRUG$ inhibited the transactivation of ERalpha under the presence of 17beta-@DRUG$ (E2) and did not induce the transactivation of ERalpha in the absence of E2, unlike the agonistic activity of tamoxifen.	RESULTS : @DRUG$ inhibited the transactivation of ERalpha under the presence of 17beta - @DRUG$ ( E2 ) and did not hasten the transactivation of ERalpha in the absence seizure of E2 , unlike the agonistic activity of estrogen antagonist .	RESULTS : @DRUG$ inhibited of did of ERalpha under the presence of 17beta - @DRUG$ ( E2 ) and transactivation not induce the transactivation of ERalpha in , absence the E2 the unlike the agonistic activity of tamoxifen .	: @DRUG$ inhibited the of ERalpha under the presence of 17beta - @DRUG$ ( E2 and did not induce the transactivation of ERalpha in the absence of , the agonistic of tamoxifen	@DRUG$ inhibits the transactivation of ERalpha under the presence of 17beta-@DRUG$ (E2) and does not induce the transactivation of ERalpha in the absence of E2, unlike the agonistic activity of tamoxifen.	0
0	Another potential target is the biosynthetic pathway of @DRUG$ and @DRUG$, the low molecular weight thiol found exclusively in trypanosomatids.	Another potential target is the biosynthetic nerve tract of @DRUG$ and @DRUG$ , the low down molecular weight thiol found exclusively in trypanosomatids .	Another and biosynthetic is the target pathway of @DRUG$ potential @DRUG$ , the low molecular weight thiol found exclusively in trypanosomatids .	Another potential target is the biosynthetic pathway @DRUG$ and @DRUG$ , the low molecular thiol exclusively in trypanosomatids .	@DRUG$ and @DRUG$ are two molecules that are found exclusively in trypanosomatids and that are involved in the biosynthesis of a low molecular weight thiol.	0
0	Introduction of a Methyl Group Curbs Metabolism of Pyrido[3,4- d]pyrimidine Monopolar Spindle 1 (MPS1) Inhibitors and Enables the Discovery of the Phase 1 Clinical Candidate N2-(2-Ethoxy-4-(4-methyl-4 H-1,2,4-triazol-3-yl)phenyl)-6-methyl- N8-neopentylpyrido[3,4- @DRUG$]pyrimidine-2,8-diamine (@DRUG$).	Introduction of a methyl group suppress Metabolism of Pyrido [ 3,4 - d]pyrimidine Monopolar Spindle single ( MPS1 ) Inhibitors and Enables the Discovery of the phase single Clinical Candidate N2 -( 2 - Ethoxy-4-( 4- methyl-4 H-1,2,4-triazol-3-yl ) phenyl ) -6-methyl- N8-neopentylpyrido [ 3,4 - @DRUG$ ] pyrimidine -2,8-diamine ( @DRUG$ ) .	Phase ) a Methyl Group Curbs Metabolism the Pyrido [ 3,4 - d]pyrimidine Monopolar Spindle 1 ( MPS1 ) Inhibitors and Enables of Discovery of the Introduction 1 phenyl Clinical N2 -( 2 - Ethoxy-4-( 4- methyl-4 H-1,2,4-triazol-3-yl ) Candidate of -6-methyl- N8-neopentylpyrido [ 3,4 - @DRUG$ ] pyrimidine -2,8-diamine ( @DRUG$ ) .	Introduction of a Methyl Group Curbs Metabolism of Pyrido [ 3,4 - Monopolar Spindle 1 ( MPS1 ) Inhibitors and Enables the of Phase 1 Clinical Candidate N2 -( 2 - Ethoxy-4-( H-1,2,4-triazol-3-yl ) phenyl ) -6-methyl- N8-neopentylpyrido [ 3,4 - @DRUG$ ] pyrimidine -2,8-diamine ( @DRUG$ ) .	The introduction of a methyl group into the pyrido[3,4-d]pyrimidine monopolar spindle 1 (MPS1) inhibitors enables the discovery of the phase 1 clinical candidate N2-(2-ethoxy-4-(4-methyl-4H-1,	1
0	The 6-minute walk distance increased in all ambrisentan groups; mean placebo-corrected treatment effects were 31 m (@DRUG$=0.008) and 51 m (P<0.001) in ARIES-1 for 5 and 10 mg ambrisentan, respectively, and 32 m (P=0.022) and 59 @DRUG$ (P<0.001) in ARIES-2 for 2.5 and 5 mg ambrisentan, respectively.	The 6 - bit take the air aloofness increased in all ambrisentan groups ; mean placebo-corrected treatment effects were  m ( @DRUG$=0.008 ) and 51 m ( P< 0.001 ) in ARIES - 1 for 5 and 10 mg ambrisentan , respectively , and thirty two m ( P=0.022 ) and 59 @DRUG$ ( P<0.001 ) in ARIES - two for 2.5 and 5 mg ambrisentan , respectively .	The 6 increased minute walk mg - in all ambrisentan groups ; mean placebo-corrected treatment effects - 31 m ( @DRUG$=0.008 ) 51 and m ( P< 0.001 ) in ARIES were 1 for 5 and 10 - ambrisentan , respectively , and 32 m ( P=0.022 ) and 59 @DRUG$ ( P<0.001 ) in ARIES mg 2 for 2.5 and 5 distance ambrisentan , respectively .	The 6 - minute walk increased in all ambrisentan groups ; mean placebo-corrected treatment were 31 m ( @DRUG$=0.008 ) and 51 m ( P< 0.001 ) in ARIES - 1 for 5 10 mg ambrisentan , respectively , and 32 m ( P=0.022 ) and 59 @DRUG$ ( ) in ARIES - for 2.5 and 5 mg , respectively .	The 6 - minute walk distance increased in all ambrisentan groups ; mean placebo-corrected treatment effects were 31 m ( @DRUG$=0.008 ) and 51 m ( P< 0.001 ) in ARIES - 1 for 5 and 10 mg ambrisentan , respectively	1
0	@DRUG$ is a novel drug that inhibits phosphodiesterase @DRUG$ well as thromboxane A2 synthase.	@DRUG$ is a novel drug that inhibits phosphodiesterase @DRUG$ intimately as thromboxane A2 synthase .	@DRUG$ is as novel drug that inhibits phosphodiesterase @DRUG$ well a thromboxane A2 synthase .	@DRUG$ is a novel drug that inhibits phosphodiesterase @DRUG$ well thromboxane A2 .	@DRUG$ is a new drug that blocks the action of phosphodiesterase @DRUG$ as well as the production of thromboxane A2.	0
0	This study aimed to investigate the influence of @DRUG$, florfenicol, @DRUG$ and E. coli LPS interaction on T and B subsets in thymus and spleen of newly-hatched chicks.	This study aimed to investigate the influence of @DRUG$ , florfenicol , @DRUG$ and E. coli LPS interaction on T and barn subsets in thymus gland and short temper of newly - hatched chicks .	This study aimed of investigate the influence of @DRUG$ thymus subsets , @DRUG$ and E. coli LPS interaction on T and B florfenicol in , and spleen to newly - hatched chicks .	This study aimed to investigate the influence of @DRUG$ , florfenicol , @DRUG$ and E. coli interaction on T and B subsets in thymus and spleen of newly - hatched chicks .	The study found that the drug @DRUG$ had an effect on the number of T and B cells in the thymus and spleen of newly hatched chicks, and that this effect was influenced by the presence of the drug @DRUG$ and the presence of the bacteria E. coli LPS.	0
0	In the absence of @DRUG$ (SAM), liver and kidney microsomes rapidly converted SL to 7 alpha-thio-SL @DRUG$ the only metabolite.	In the absence of @DRUG$ ( SAM ) , liver and kidney microsomes quickly converted sl to 7 alpha-thio -SL @DRUG$ the only metabolite .	In the absence of @DRUG$ ( SAM ) , liver and to microsomes rapidly converted SL 7 kidney alpha-thio -SL @DRUG$ the only metabolite .	In the absence @DRUG$ ( SAM ) , and kidney microsomes rapidly converted SL to alpha-thio -SL @DRUG$ the only metabolite .	Without @DRUG$, liver and kidney microsomes rapidly converted SL to 7 alpha-thio -SL @DRUG$, the only metabolite.	0
0	@DRUG$ is a relatively cardioselective beta-adrenergic blocker, while @DRUG$ is a nonselective beta-adrenergic blocking agent.	@DRUG$ is a relatively cardioselective beta-adrenergic blocker , while @DRUG$ is a nonselective beta-adrenergic stymy agent .	@DRUG$ is a relatively cardioselective beta-adrenergic blocker , while @DRUG$ is a blocking beta-adrenergic nonselective agent .	@DRUG$ is a relatively cardioselective beta-adrenergic blocker while @DRUG$ is a nonselective beta-adrenergic blocking agent .	@DRUG$ is a beta blocker that is more selective in its effects on the heart, while @DRUG$ is a beta blocker that is not as selective and has more widespread effects.	0
1	Thereby, it is important to treat @DRUG$ deficiency with a combination of MeCbl and AdCbl or @DRUG$ or Cbl.	thereby , it is of import to treat @DRUG$ deficiency with a combination of MeCbl and AdCbl or @DRUG$ or Cbl .	and it , is important to treat @DRUG$ deficiency with a combination of MeCbl Thereby AdCbl or @DRUG$ or Cbl .	Thereby , it is important to treat @DRUG$ deficiency with a combination of MeCbl and AdCbl or @DRUG$ or Cbl .	It is important to treat @DRUG$ deficiency with a combination of MeCbl and AdCbl or @DRUG$ or Cbl.	0
0	BACKGROUND: Once-daily (QD) ritonavir 100 mg-boosted fosamprenavir 1400 mg (FPV/r100) or @DRUG$ 300 mg (ATV/r100), plus tenofovir/emtricitabine (TDF/FTC) 300 mg/200 mg, have not been compared @DRUG$ initial antiretroviral treatment.	BACKGROUND : Once-daily ( QD ) ritonavir century mg-boosted fosamprenavir 1400 mg ( FPV / r100 ) or @DRUG$  mg ( ATV / r100 ) , asset tenofovir / emtricitabine ( TDF / federal trade commission )  mg /200 mg , have not been compared @DRUG$ initial antiretroviral treatment .	BACKGROUND : Once-daily ( 100 ) ritonavir QD mg-boosted fosamprenavir r100 mg ( 1400 / r100 antiretroviral or @DRUG$ 300 mg ( ATV / FPV ) , plus tenofovir / emtricitabine ( TDF / FTC ) 300 initial /200 mg , have not been compared @DRUG$ mg ) treatment .	BACKGROUND : Once-daily ( QD ) ritonavir 100 mg-boosted fosamprenavir 1400 mg ( / r100 ) or @DRUG$ 300 mg ( ATV / r100 , plus tenofovir / emtricitabine ( TDF / FTC ) 300 mg /200 mg , have not compared @DRUG$ initial antiretroviral treatment .	BACKGROUND : @DRUG$ has not been compared to @DRUG$ as an initial antiretroviral treatment.	0
0	Dasatinib (formerly BMS-354825), AP23464, SKI-606, and PD166326 are classified @DRUG$ Src/Abl inhibitors, while @DRUG$ (AMN107) and INNO-406 (NS-187) belong to the latter subclass of inhibitors.	Dasatinib ( at one time bm -354825 ) , AP23464 , ski -606 , and PD166326 are classified @DRUG$ Src / Abl inhibitors , while @DRUG$ ( AMN107 ) and INNO - 406 ( due north - 187 ) belong to the latter subclass of inhibitors .	INNO ( formerly BMS ) -354825 ) AP23464 , SKI -606 , and PD166326 are classified @DRUG$ Src / Abl inhibitors , while @DRUG$ ( AMN107 ) and latter - 406 ( NS - 187 , belong to the Dasatinib subclass of inhibitors .	Dasatinib ( formerly -354825 , , SKI -606 and PD166326 are classified @DRUG$ / Abl inhibitors , while @DRUG$ ( AMN107 ) and INNO - 406 ( NS - 187 ) belong to the latter subclass of inhibitors .	@DRUG$ is a type of drug known as a Src / Abl inhibitor, while @DRUG$ is a type of drug known as an NS-187 inhibitor.	0
0	In the absence of activated protein C, it demonstrates anticoagulant activity; in the presence of activated protein C, it functions @DRUG$ a cofactor for activated protein C-dependent proteolytic inactivation of the coagulation cofactors factor @DRUG$ and factor VIIIa.	inwards the absence of trigger off protein cytosine , it demonstrates anticoagulant activeness ; in the presence of trigger off protein cytosine , it functions @DRUG$ a cofactor for trigger off protein C-dependent proteolytic inactivation of the coagulation cofactors factor @DRUG$ and factor VIIIa .	protein absence the of activated In C , it demonstrates anticoagulant activity ; in the presence it activated protein C , of functions @DRUG$ a cofactor for activated protein C-dependent proteolytic inactivation of the coagulation cofactors factor @DRUG$ and factor VIIIa .	the absence of protein , it demonstrates anticoagulant activity ; the of activated protein C , it functions @DRUG$ a cofactor for protein C-dependent proteolytic inactivation of coagulation cofactors factor @DRUG$ and factor VIIIa .	In the absence of activated protein C, @DRUG$ functions as an anticoagulant; in the presence of activated protein C, DRUGA functions as a cofactor for activated protein C-dependent proteolytic inactivation of the coagulation cofactors factor VIIIa and factor	1
1	In radioligand binding studies @DRUG$ lacked affinity and failed to displace radioligands from alpha 2, beta, @DRUG$, 5-HT2 and dopamine D2 sites in selective loci of the rat brain.	indiana radioligand binding studies @DRUG$ lacked affinity and failed to displace radioligands from alpha 2 , beta , @DRUG$ , quintuplet - HT2 and intropin D2 sites in selective loci of the rat brain .	In radioligand binding affinity @DRUG$ lacked studies from failed to displace radioligands - alpha 2 , beta , @DRUG$ , 5 and HT2 and dopamine D2 sites in selective loci of the rat brain .	In radioligand binding studies @DRUG$ lacked affinity and failed to displace radioligands from alpha 2 , beta , @DRUG$ , 5 - HT2 and dopamine D2 sites selective loci of the rat brain .	@DRUG$ does not bind to the same receptors as @DRUG$ , and is not able to displace radioligands from these receptors in the rat brain .	0
0	Upon incubation of MDEA with rabbit liver microsomes and @DRUG$ @DRUG$ cofactor, MDEA was biotransformed into three unknown products: X1, X2, and X3.	Upon brooding of MDEA with rabbit liver colored microsomes and @DRUG$ @DRUG$ cofactor , MDEA was biotransformed into three unknown products : X1 , X2 , and X3 .	Upon incubation of liver with rabbit MDEA microsomes , @DRUG$ @DRUG$ cofactor and MDEA was biotransformed into three unknown products : X1 , X2 , and X3 .	Upon incubation of MDEA with rabbit and @DRUG$ @DRUG$ cofactor , MDEA was biotransformed into three unknown products : X1 , X2 , and X3 .	When MDEA is incubated with rabbit liver microsomes and the @DRUG$ @DRUG$ cofactor, it is biotransformed into three unknown products: X1, X2, and X3.	0
0	@DRUG$ retains the @DRUG$ biological activity as filgrastim, and binds to the same G-CSF receptor, stimulating the proliferation, differentiation and activation of neutrophils.	@DRUG$ retains the @DRUG$ biological activity as filgrastim , and binds to the same G-CSF receptor , rush the proliferation , specialisation and activation of neutrophils .	@DRUG$ retains the @DRUG$ biological activity as filgrastim , and binds to neutrophils same G-CSF receptor activation stimulating the proliferation , differentiation and , of the .	@DRUG$ retains the @DRUG$ biological activity as filgrastim , and binds to the same G-CSF receptor , stimulating the proliferation , differentiation and activation of neutrophils .	@DRUG$ is a drug that is similar to filgrastim, and it binds to the same G-CSF receptor as filgrastim, stimulating the proliferation, differentiation, and activation of neutrophils.	1
1	Monotherapy with cefepime 1 or 2g, usually administered intravenously twice daily, was as effective for clinical and bacteriological response as ceftazidime, @DRUG$ or @DRUG$ monotherapy (1 or 2g two or three times daily) in a number of randomized, clinical trials in hospitalized adult, or less commonly, pediatric, patients with generally moderate to severe community-acquired or nosocomial pneumonia.	Monotherapy with cefepime 1 or 2 g , usually administered intravenously twice daily , was as in force for clinical and bacteriologic response as ceftazidime , @DRUG$ or @DRUG$ monotherapy ( 1 or 2 g two or three times daily ) in a phone number of randomized , clinical trials in hospitalized adult , or le commonly , pediatric , patients with mostly lead to severe community - get or nosocomial pneumonia .	Monotherapy with cefepime 1 as 2 g or usually administered intravenously twice daily , two patients effective for clinical and bacteriological response as ceftazidime , @DRUG$ or @DRUG$ monotherapy ( 1 or 2 daily was or three times g ) in a randomized of number , clinical trials in hospitalized adult , or less commonly , pediatric , community with generally moderate to severe or - acquired , nosocomial pneumonia .	Monotherapy with cefepime 1 or 2 g , usually administered intravenously twice daily , was effective for clinical and response as ceftazidime , @DRUG$ or @DRUG$ monotherapy ( 1 or 2 g two or three times daily ) in a number of randomized , clinical trials in hospitalized adult , or less commonly , , patients with generally moderate severe community - acquired or nosocomial .	Cefepime is as effective as ceftazidime for the treatment of community-acquired or nosocomial pneumonia.	1
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/@DRUG$, enalapril 10 or 20 mg/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, nitrendipine 20 mg/d, perindopril 4 mg/d, and @DRUG$ ER 120 to 240 mg/d.	In comparative trials in the direction of high blood pressure , trandolapril 1 to 4 mg /d was statistically indistinguishable from or superior to capoten 100 mg / @DRUG$ , vasotec x or 20 mg /d , microzide ( HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril 4 mg/d , and @DRUG$ ER 120 to 240 mg/d .	to comparative trials in the management 4 to , trandolapril 1 to 4 mg /d was statistically indistinguishable from In superior hypertension captopril 100 mg / @DRUG$ , enalapril 10 or 20 mg /d , hydrochlorothiazide nifedipine HCTZ ) 25 mg /d , ( ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril of mg/d , and @DRUG$ ER 120 mg/d 240 or .	In comparative trials in the management of hypertension , trandolapril 1 4 mg /d was statistically indistinguishable from or superior to captopril 100 mg / @DRUG$ , enalapril 10 or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 mg /d nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril 4 @DRUG$ ER 120 to 240 mg/d .	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
1	The same was the case with the reversible noncompetitive NMDA receptor antagonists dextromethorphan, dextrorphan, @DRUG$ and @DRUG$.	The same was the pillow slip with the two sided noncompetitive NMDA receptor antagonists dextromethorphan , dextrorphan , @DRUG$ and @DRUG$ .	The same was the case and the reversible noncompetitive , receptor antagonists dextromethorphan NMDA dextrorphan , @DRUG$ with @DRUG$ .	The was the case with the reversible noncompetitive NMDA receptor antagonists dextromethorphan , dextrorphan , @DRUG$ and @DRUG$ .	The same was the case with the reversible noncompetitive NMDA receptor antagonists dextromethorphan, dextrorphan, @DRUG$ and @DRUG$."In other words, the relationship between DRUGA and DRUGB is that they are all reversible noncompetitive NMDA	0
0	An enhancement of the cytotoxicity induced by @DRUG$ (10(-4) @DRUG$) was obtained after preexposure of cells to LV-6S or LV-6R,S while LV-6R did not exhibit any synergistic effect.	associate in nursing enhancement of the cytotoxicity induced by @DRUG$ ( 10 ( - 4 ) @DRUG$ ) was obtained after preexposure of cells to LV - 6S or LV - 6R , second while LV - vi R did not exhibit any synergetic effect .	An enhancement of the cytotoxicity induced by @DRUG$ - ( ( - 4 ) @DRUG$ ) was obtained after , of cells to LV - 6S or LV 10 6R preexposure S while LV - any R did not exhibit 6 synergistic effect .	An of the cytotoxicity induced by @DRUG$ ( ( 4 ) @DRUG$ ) was obtained preexposure of cells to - or LV - 6R , S while LV - 6 R did not exhibit any synergistic effect .	The cytotoxicity induced by @DRUG$ was enhanced after preexposure of cells to LV - 6S or LV - 6R .	1
0	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol, new generation antipsychotics represented by risperidone, olanzapine, ziprasidone, quetiapine, and @DRUG$, @DRUG$ well as, with those of preferential D2/3, D4, 5-HT1A, 5-HT2A, 5-HT2C, alpha1, and alpha2 receptor ligands.	The effect of sertindole was compare to those obtained with the reference neuroleptic agent drugs clozapine and haloperidol , new generation antipsychotic drug represented by risperidone , olanzapine , ziprasidone , quetiapine , and @DRUG$ , @DRUG$ fountainhead as , with those of discriminatory D2/3 , D4 , 5 - HT1A , 5 - HT2A , 5 - HT2C , alpha1 , and alpha2 receptor ligand .	those effect of sertindole was alpha1 to The obtained with the reference with drugs clozapine and haloperidol , new generation by represented antipsychotics risperidone , olanzapine , ziprasidone , quetiapine , and @DRUG$ , @DRUG$ well as , antipsychotic those of preferential D2/3 , D4 , 5 - HT1A , 5 compared HT2A , 5 - HT2C , - , and alpha2 receptor ligands .	The effect of sertindole was compared to those obtained the reference antipsychotic drugs clozapine and haloperidol , new antipsychotics represented by risperidone , olanzapine ziprasidone , , and @DRUG$ , @DRUG$ well as , with those of preferential D2/3 , D4 , 5 - HT1A , 5 HT2A , 5 - HT2C , alpha1 , and alpha2 receptor ligands .	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol , new generation antipsychotics represented by risperidone , olanzapine , ziprasidone , quetiapine , and DR	1
0	The mean serum levels of @DRUG$ and @DRUG$ also increased in parallel to the serum T pattern and remained within the normal range.	The mean serum levels of @DRUG$ and @DRUG$ also increased in parallel to the serum thyroxin practice and remained within the normal range .	The mean serum levels remained @DRUG$ and @DRUG$ also increased in parallel to the serum T pattern the of within and normal range .	The mean serum levels of @DRUG$ and @DRUG$ also increased in parallel to the serum pattern and remained within normal range .	As serum testosterone levels increased, so did the levels of both @DRUG$ and @DRUG$.	0
0	Cells were exposed to contact allergens (2-bromo-2-bromomethyl glutaronitrile, cinnamaldehyde, citral, diethylmaleate, dinitrochlorobenzene, glyoxal, 2-mercaptobenzothiazole, nickel @DRUG$, 4-nitrobenzylbromide, oxazolone, penicillin G, resorcinol, tetramethylthiuram disulfide), to pre- pro-haptens (cinnamyl alcohol, eugenol, @DRUG$, p-phenylediamine), to respiratory allergens (ammonium hexachloroplatinate, diphenylmethane diisocyanate, glutaraldehyde, hexamethylenediisocyanate, maleic anhydride, trimellitic anhydride) and to irritants (benzaldehyde, cholorobenzene, diethylphtalate, hydrobenzoic acid, lactic acid, octanoic acid, phenol, salicylic acid, sodium lauryl sulphate, sulfamic acid).	jail cell were unwrap to meet allergens ( deuce - bromo - deuce - bromomethyl glutaronitrile , cinnamaldehyde , citral , diethylmaleate , dinitrochlorobenzene , glyoxal , deuce - mercaptobenzothiazole , atomic number  @DRUG$ ,  - nitrobenzylbromide , oxazolone , penicillin G , resorcinol , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl alcohol , eugenol , @DRUG$ , p-phenylediamine ) , to respiratory allergens ( ammonium ion hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritant ( benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acid , lactic acid , octanoic acid , hydroxybenzene , salicylic acid , atomic number  lauryl sulfate , sulfamic acid ) .	, were exposed to contact allergens respiratory 2 lactic tetramethylthiuram - 2 - bromomethyl disulfide , cinnamaldehyde , citral , diethylmaleate , dinitrochlorobenzene , glyoxal nickel 2 - mercaptobenzothiazole , , @DRUG$ , 4 - nitrobenzylbromide , oxazolone , penicillin G , resorcinol , bromo glutaronitrile , Cells to pre- pro-haptens ( cinnamyl alcohol , eugenol , @DRUG$ , acid ( , to , allergens ( ammonium hexachloroplatinate , diphenylmethane diisocyanate ) glutaraldehyde , hexamethylenediisocyanate ( maleic anhydride , trimellitic anhydride ) and to irritants ) benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acid , - p-phenylediamine acid octanoic acid , phenol , salicylic acid , sodium lauryl sulphate , sulfamic , ) .	Cells were exposed to contact allergens ( 2 - bromo - 2 - bromomethyl glutaronitrile , , citral , diethylmaleate , dinitrochlorobenzene , glyoxal , 2 - mercaptobenzothiazole , nickel @DRUG$ , 4 - nitrobenzylbromide , oxazolone , penicillin G , resorcinol , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl alcohol , eugenol , @DRUG$ , p-phenylediamine ) , to respiratory allergens ( ammonium , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritants benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acid , lactic acid octanoic acid , phenol , salicylic acid , sodium lauryl sulphate , sulfamic acid ) .	Cells were exposed to contact allergens (substances that can cause an allergic reaction), to pre-pro-haptens (substances that can cause an allergic reaction if they come into contact with the skin), to respiratory allergens (substances that can cause an allergic reaction	1
0	@DRUG$ inhibited binding to the human @DRUG$ and 5-HT transporters with K(i) values of 2480 and 82 nM, respectively, and with a K(i) ratio of 30.	@DRUG$ inhibited binding to the human @DRUG$ and 5 - HT transporters with K ( i ) values of 2480 and eighty two millimicron , respectively , and with a K ( i ) proportion of 30 .	@DRUG$ inhibited binding to the human @DRUG$ a 5 - i transporters with K ( i ) values of 2480 and 82 ratio , respectively , and with and K ( HT ) nM of 30 .	@DRUG$ inhibited binding to the human @DRUG$ 5 - HT transporters with K i ) values of 2480 and 82 nM , respectively , and with a K i ) ratio of 30 .	@DRUG$ inhibited binding to the human @DRUG$ and 5 - HT transporters with K ( i ) values of 2480 and 82 nM , respectively . The K ( i ) ratio was 30 , meaning that DRUGA was 30 times more potent in inhibiting binding to the human	0
0	Cytokine profiles of stimulated PBMCs were determined by intracellular cytokine staining (IL-5, IL-10, IL-12 p40, TNF-alpha, and IFN-gamma) and cytometric bead array (@DRUG$, @DRUG$, IL-5, IL-10, TNF-alpha, and IFN-gamma).	Cytokine visibility of hasten PBMCs were determined by intracellular cytokine maculate ( IL -5 , IL -10 , IL - dozen p40 , TNF - alpha , and IFN - gamma ) and cytometric beadwork array ( @DRUG$ , @DRUG$ , IL -5 , IL -10 , TNF - alpha , and IFN - gamma ) .	Cytokine profiles of IFN PBMCs were and by intracellular cytokine staining ( p40 -5 , , -10 , IL - 12 IL , TNF - alpha , and , - gamma ) determined cytometric bead array ( @DRUG$ , @DRUG$ IFN IL -5 , IL -10 IL TNF - alpha , and stimulated - gamma ) .	profiles of stimulated PBMCs determined by intracellular cytokine staining ( IL -5 IL -10 , IL - 12 p40 TNF - alpha , and IFN - gamma ) and cytometric bead array ( @DRUG$ , @DRUG$ , , IL , TNF - alpha , and IFN - gamma ) .	The cytokine profiles of stimulated PBMCs were determined by intracellular cytokine staining ( IL -5 , IL -10 , IL - 12 p40 , TNF - alpha , and IFN - gamma ) and cytometric bead array ( @DRUG$ , @DRUG$ , IL	0
0	The significant covariates were creatinine clearance (CLcr) for clearance of @DRUG$ (CL) [population mean [95% confidence interval (CI)] CL (@DRUG$ h(-1)) = 4.47 (3.27, 5.67) + 0.0738 (0.0581, 0.0896) x CLcr (CLcr: ml min(-1))] and body weight (BW: kg) for volume of distribution of platinum (Vc) [Vc (l) = 12.0 (7.5, 16.5) + 0.163 (0.081, 0.246) x BW].	The significant covariates were creatinine clearance ( CLcr ) for clearance of @DRUG$ ( CL ) [ universe think of [ 95 % self confidence interval ( CI ) ] CL ( @DRUG$ h( - ace ) ) = 4.47 ( 3.27 , 5.67 ) + 0.0738 ( 0.0581 , 0.0896 ) x CLcr ( CLcr : ml taiwanese ( - ace ) ) ] and consistence weight ( biologic attack : kilo ) for bulk of distribution of platinum ( Vc ) [ Vc ( liter ) = 12.0 ( 7.5 , 16.5 ) + 0.163 ( 0.081 , 0.246 ) x biologic attack ] .	The interval covariates were creatinine clearance ( CLcr ) for clearance of @DRUG$ ) of ( [ population mean [ ( % confidence significant - CI ) ] CL ( @DRUG$ h( - 1 ) ) ( 4.47 ( 3.27 , 5.67 0.081 + 0.0738 = 0.0581 , 0.0896 ) x CLcr ( CLcr : weight min BW ( 1 ) ) ] and body ml ( BW : kg ) for volume CL distribution of platinum ( Vc ) [ Vc ( l ) = 12.0 ( 7.5 , 16.5 ) + 0.163 ( ) , 0.246 ) x 95 ] .	The significant were creatinine clearance ( CLcr clearance of @DRUG$ CL ) [ population mean [ 95 % confidence interval ( CI ) ] CL ( @DRUG$ h( - ) ) = 4.47 ( 3.27 , ) 0.0738 ( , 0.0896 ) x CLcr ( CLcr : ml min - 1 ) ) ] and body weight ( BW : kg ) volume of distribution of ( Vc ) [ Vc ( l ) = 12.0 ( 7.5 , ) + 0.163 ( 0.081 , 0.246 ) x BW ] .	The significant covariates were creatinine clearance ( CLcr ) for clearance of @DRUG$ ( CL ) [ population mean [ 95 % confidence interval ( CI ) ] CL ( @DRUG$ h( - 1 ) ) = 4.47 ( 3.27 , 5.67 ) + 0	0
0	From the review of the literature and the own new results we conclude that this combined therapeutic regimen is a very promising option for treating established osteoporosis and propose a differentiated use of @DRUG$ alone or the combination with @DRUG$ in different stages and clinical situations of osteoporosis.	From the limited review of the literature and the own new solution we conclude that this combined therapeutic regimen is a very promising option for do by established osteoporosis and propose a differentiated use of @DRUG$ lone or the combination with @DRUG$ in different stages and clinical situations of osteoporosis .	From the review of the literature and the own new results we conclude that this combined therapeutic regimen is a very promising option for treating established osteoporosis and propose a with use clinical @DRUG$ alone or the combination differentiated @DRUG$ and different stages osteoporosis of situations of in .	the review the literature and the own new results we conclude this combined therapeutic regimen is a very promising option for established osteoporosis and propose a differentiated use of @DRUG$ alone or the combination with @DRUG$ in different stages and clinical situations osteoporosis .	We conclude that @DRUG$ is a very promising option for treating established osteoporosis, and we propose a differentiated use of DRUGA alone or the combination with @DRUG$ in different stages and clinical situations of osteoporosis.	0
0	In Experiment 2, systemic injection of cirazoline (0, 0.05, 0.1, 0.2, 0.4 mg/kg) also markedly suppressed food intake (ED50 = 0.05 mg/kg i.@DRUG$.), with a less potent action on water intake (ED50 = 0.22 @DRUG$/kg i.p.).	In Experiment two , systemic injection of cirazoline ( zero , 0.05 , 0.1 , 0.2 , 0.4 milligram / kg ) also markedly suppressed food uptake ( ED50 = 0.05 milligram / kg i.@DRUG$ . ) , with a less potent activity on water uptake ( ED50 = 0.22 @DRUG$ / kg i.p. ) .	, Experiment 2 intake systemic injection of cirazoline 0.22 0 , 0.05 , 0.1 a 0.2 , 0.4 mg / kg ) also markedly suppressed food In ( ED50 = 0.05 mg / kg i.@DRUG$ . ) , with , less ED50 action on water intake ( potent = ( @DRUG$ / kg i.p. ) .	In Experiment 2 , systemic injection of cirazoline ( 0 , 0.05 , 0.1 , , 0.4 mg / kg ) also markedly suppressed food intake ( ED50 = 0.05 mg / kg i.@DRUG$ . ) , with a less potent action on water intake ( ED50 = 0.22 @DRUG$ / kg i.p. ) .	The higher the dose of cirazoline, the more it suppresses food intake. However, the higher the dose of cirazoline, the less potent it is at suppressing water intake.	1
0	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals and explosives (reserpine, roxithromycin, propazine, prochloraz, spinosad, @DRUG$, @DRUG$, enrofloxacin, tetracycline, oxytetracycline, erythromycin, spinosad, cyclo-1,3,5,7-tetramethylene tetranitrate (HMX), and cyclo-1,3,5-trimethylene trinitramine (RDX)).	A wide cut variety of multiclass species with down vapor pressure were prove including pesticide , pharmaceuticals and explosives ( reserpine , roxithromycin , propazine , prochloraz , spinosad , @DRUG$ , @DRUG$ , enrofloxacin , achromycin , oxytetracycline hydrochloride , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - trimethylene trinitramine ( RDX ) ) .	A wide variety of multiclass species with low vapor , were tested including pesticides , pharmaceuticals and explosives tetracycline reserpine , roxithromycin , propazine pressure prochloraz , spinosad , @DRUG$ , @DRUG$ , enrofloxacin , ( cyclo oxytetracycline , - , spinosad , cyclo - 1,3,5,7 - tetramethylene and ( HMX ) , ( , erythromycin 1,3,5 - trimethylene trinitramine tetranitrate RDX ) ) .	A wide of multiclass with low pressure were including pesticides , pharmaceuticals and explosives ( reserpine , roxithromycin propazine , , spinosad @DRUG$ , @DRUG$ , enrofloxacin , tetracycline , oxytetracycline , , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - trimethylene trinitramine ( RDX ) ) .	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals, and explosives (reserpine, roxithromycin, propazine, prochloraz, spinosad, @DRUG$, @DRUG$, enrofloxacin, tetr	0
0	Levobunolol hydrochloride at 1 mmol/@DRUG$ (P<0.01) added during or after irradiation and timolol maleate at 0.1 mmol/L or higher (@DRUG$<0.05) added during irradiation attenuated the UVB-induced cell damage.	Levobunolol hydrochloride at 1 mmol / @DRUG$ ( P<0.01 ) added during or after shaft of light and blocadren maleate at 0.1 mmol / L or higher ( @DRUG$ < 0.05 ) added during shaft of light attenuated the UVB - get cell price .	Levobunolol hydrochloride at 1 mmol / @DRUG$ ( P<0.01 ) added during or after irradiation and timolol maleate / damage mmol UVB L or higher ( @DRUG$ < 0.05 the added during irradiation attenuated ) at - induced cell 0.1 .	Levobunolol hydrochloride at 1 mmol / @DRUG$ ( P<0.01 ) added during or after irradiation and at 0.1 mmol / L or ( @DRUG$ added during irradiation attenuated the UVB - induced cell damage .	Levobunolol hydrochloride at 1 mmol / @DRUG$ ( P<0.01 ) added during or after irradiation and timolol maleate at 0.1 mmol / L or higher ( @DRUG$ < 0.05 ) added during irradiation attenuated the UV	0
0	A role for monoaminergic systems in treating these conditions is highlighted by the clinical use of US Food and Drug Administration-approved drugs that act on these systems, such @DRUG$ dextroamphetamine, methylphenidate, @DRUG$, and armodafinil.	A role for monoaminergic systems in treating these shape is highlighted by the clinical use of uranium Food and dose Administration - approved do drugs that act on these systems , such @DRUG$ dextroamphetamine , methylphenidate , @DRUG$ , and armodafinil .	A role for monoaminergic systems in treating these conditions is highlighted by the clinical use of - Food on Drug Administration act approved drugs that methylphenidate and these systems , such @DRUG$ dextroamphetamine , US , @DRUG$ , and armodafinil .	role for monoaminergic systems in treating these conditions is highlighted by the clinical of US Food and Drug - approved drugs that act on these , such @DRUG$ dextroamphetamine , , @DRUG$ , and armodafinil .	The use of drugs that act on monoaminergic systems (such as dextroamphetamine, methylphenidate, and armodafinil) is clinically effective in treating conditions like ADHD and narcolepsy.	1
0	No major cytochrome P450 inhibition has been reported with desloratadine, @DRUG$ and levocetirizine, and the bioavailability of @DRUG$ is minimally affected by drugs interfering with transporter molecules.	atomic number  major cytochrome P450 inhibition has been reported with desloratadine , @DRUG$ and levocetirizine , and the bioavailability of @DRUG$ is minimally affected by drugs meddlesome with transporter atom .	No major cytochrome P450 inhibition has been reported with desloratadine , @DRUG$ and levocetirizine , and the bioavailability transporter @DRUG$ is with affected by drugs interfering minimally of molecules .	No cytochrome P450 inhibition has been reported with desloratadine , @DRUG$ and levocetirizine , and the bioavailability of @DRUG$ is minimally affected by drugs interfering with transporter molecules .	Desloratadine and levocetirizine do not significantly inhibit the activity of cytochrome P450 enzymes, and drug interactions with transporter molecules are minimal.	1
0	Sows were assigned by random allotment to one of the following treatments on Day 112 of gestation: Group A, control (0 mg luprostiol); Group B (1.88 mg luprostiol); Group C (3.75 mg @DRUG$); Group @DRUG$ (7.5 mg luprostiol); Group E (15 mg luprostiol); Group F (10 mg lutalyse).	Sows were assigned by random allotment to ane of the following discussion on Day 112 of gestation : mathematical group A , keep in line ( 0 mg luprostiol ) ; mathematical group B ( 1.88 mg luprostiol ) ; mathematical group C ( 3.75 mg @DRUG$ ) ; mathematical group @DRUG$ ( 7.5 mg luprostiol ) ; mathematical group tocopherol ( 15 mg luprostiol ) ; mathematical group F (  mg lutalyse ) .	Sows were assigned by 3.75 allotment to ) of ) following treatments on Day 112 of gestation luprostiol Group A , control ( 0 mg luprostiol the ; Group B ( ( mg luprostiol ) ; Group C ( random mg @DRUG$ one ; Group @DRUG$ ( ( mg : ) ; Group E 1.88 15 mg luprostiol ) ; Group F 7.5 10 mg lutalyse ) .	Sows assigned by random to one of the following treatments on 112 of gestation : Group A , control 0 mg luprostiol ) ; Group B ( mg luprostiol ) ; Group C ( 3.75 mg @DRUG$ ) ; Group @DRUG$ ( 7.5 mg luprostiol ) ; Group E ( 15 mg luprostiol ; Group F ( 10 mg lutalyse ) .	Group B ( 1.88 mg luprostiol ) ; Group C ( 3.75 mg @DRUG$ ) ; Group @DRUG$ ( 7.5 mg luprostiol ) ; Group E ( 15 mg luprostiol ) ; Group F ( 10 mg lutalyse	0
0	Positive and relevant patch test reactions to bufexamac, as well @DRUG$ the @DRUG$-containing ointment, were seen in 20 out of these 35 patients (57%), and sensitization occurred even after short-term application.	Positive and relevant patch test reactions to bufexamac , as good @DRUG$ the @DRUG$ - containing ointment , were insure in xx out of these 35 patients ( 57 % ) , and sensitization occurred even after curt -term application .	Positive and relevant % test reactions after bufexamac , as well @DRUG$ the @DRUG$ , containing ointment - were seen in 20 out of these 35 patients and 57 patch ) , ( sensitization occurred even to short -term application .	and relevant patch test reactions to bufexamac , as well @DRUG$ the @DRUG$ - containing ointment , were seen 20 out of patients 57 % ) , and sensitization occurred even after short -term application .	Positive and relevant patch test reactions to bufexamac were seen in 20 out of these 35 patients ( 57 % ), and sensitization occurred even after short -term application .	1
1	The analgesic and anti-inflammatory effects of robenacoxib were significantly superior to placebo (0.25-4 mg/kg @DRUG$) and were non-inferior to @DRUG$ (0.5-4 mg/kg robenacoxib).	The painkiller and anti inflammatory drug issue of robenacoxib were significantly superior to placebo ( 0.25 - 4 mg / kg @DRUG$ ) and were non-inferior to @DRUG$ ( 0.5 - 4 mg / kg robenacoxib ) .	The analgesic and anti-inflammatory effects 4 robenacoxib were significantly superior / placebo ( 0.25 - 4 mg / kg @DRUG$ ) and were non-inferior to @DRUG$ ( robenacoxib - of mg to kg 0.5 ) .	analgesic and effects of robenacoxib significantly superior to placebo ( 0.25 - 4 mg / kg @DRUG$ ) were non-inferior to @DRUG$ ( 0.5 - 4 mg / kg robenacoxib ) .	The analgesic and anti-inflammatory effects of robenacoxib were significantly superior to placebo ( 0.25 - 4 mg / kg @DRUG$ ) and were non-inferior to @DRUG$ ( 0.5 - 4 mg / kg robenacoxib ) .	0
0	To develop @DRUG$-induced chemonucleolysis @DRUG$ an established treatment, it is necessary to determine the kinetics of chymopapain in blood and urine following intradiscal injection.	To develop @DRUG$ - induced chemonucleolysis @DRUG$ an make treatment , it is necessary to regulate the kinetics of chymopapain in blood and urine following intradiscal injection .	To develop @DRUG$ - induced chemonucleolysis @DRUG$ an established treatment , it intradiscal necessary to determine the kinetics of chymopapain and blood in urine following is injection .	To develop @DRUG$ - induced chemonucleolysis @DRUG$ an established treatment , it is necessary to determine the kinetics of chymopapain in blood and urine following intradiscal injection .	To develop @DRUG$ - induced chemonucleolysis @DRUG$ an established treatment , it is necessary to determine the kinetics of chymopapain in blood and urine following intradiscal injection ."In order to develop a treatment that uses DRUGA to induce chemon	0
0	Alternative LE including medium chain triglycerides/long chain triglycerides (@DRUG$/LCT) LE (3 studies; n = 108), MCT-olive-fish-soy oil-LE (MOFS-LE; 7 studies; n = 469), MCT-fish-soy oil-LE (MFS-LE; 1 study; n = 60), @DRUG$-soy oil-LE (OS-LE; 7 studies; n = 406), and borage-soy oil-LE (BS-LE; 1 study; n = 34) were compared with S-LE.	Alternative LE admit medium chain triglycerides / recollective chain triglycerides ( @DRUG$ / LCT ) LE ( 3 studies ; north = 108 ) , MCT -olive-fish-soy oil-LE ( MOFS -LE ; septet studies ; north = 469 ) , MCT - fish-soy oil- LE ( MFS - LE ; one study ; north = 60 ) , @DRUG$ - glycine max oil-LE ( OS - LE ; septet studies ; north = 406 ) , and borage-soy oil- LE ( bel - LE ; one study ; north = xxxiv ) were equate with S-LE .	) LE including medium chain triglycerides / = chain triglycerides ( @DRUG$ / LCT ) LE ( 3 studies ; ; = 7 ) , MCT -olive-fish-soy oil-LE ( MOFS -LE ; 108 studies n compared = soy ) , MCT - fish-soy oil- LE ( MFS - LE ; 1 study ; n = 60 ) , @DRUG$ - 469 oil-LE OS ( - LE ; 7 studies ; n = 406 Alternative , and borage-soy oil- LE ( BS - LE ; n study ; 1 long 34 ) were n with S-LE .	Alternative LE including medium chain triglycerides / long triglycerides ( @DRUG$ / LCT ) LE ( 3 studies ; n = 108 ) , MCT -olive-fish-soy oil-LE ( MOFS -LE ; 7 studies ; n = 469 ) MCT - fish-soy oil- LE MFS - LE ; 1 study ; n = 60 ) , @DRUG$ soy oil-LE ( OS - LE ; 7 studies ; n = 406 ) , oil- LE ( BS - ; n = 34 ) were with S-LE .	Alternative LE including medium chain triglycerides / long chain triglycerides ( @DRUG$ / LCT ) LE ( 3 studies ; n = 108 ) , MCT -olive-fish-soy oil-LE ( MOFS -LE ; 7 studies ; n = 469 ) , MCT	1
0	Two implantable devices used to occlude the appendage, the Watchman and the Amplatzer Cardiac Plug, appear to be @DRUG$ effective as @DRUG$ in preventing stroke, but they are invasive.	Two implantable devices used to occlude the appendage , the watcher and the Amplatzer cardiac fireplug , appear to be @DRUG$ effective as @DRUG$ in preventing stroke , but they are invasive .	stroke implantable devices used to occlude the appendage , the Watchman and the appear Cardiac Plug , Amplatzer to be @DRUG$ effective preventing @DRUG$ in as Two , but they are invasive .	Two implantable devices used to occlude the appendage , the Watchman and the Amplatzer Cardiac Plug , appear be @DRUG$ effective as @DRUG$ in preventing stroke , but they are invasive .	Two implantable devices used to occlude the appendage , the Watchman and the Amplatzer Cardiac Plug , appear to be effective as drugs in preventing stroke , but they are invasive .	1
0	MAIN RESULTS: From the seven RCTs identified (842 participants) to date there is '@DRUG$' ranking evidence (www.cochranemsk.org) that @DRUG$: had little clinical effect on disease activity in those with mild/moderate disease (measured by SLEDAI or SLAM) but one study demonstrated evidence of stabilisation or improvement in 8.3% more patients than those treated with placebo; had a modest but clinically significant improvement in health related quality of life measured by Patient Global Assessment, estimated as 11.5% (11.5 mm on a 100 mm scale) by meta-analysis; resulted in a greater number of patients experiencing adverse events, particularly androgenic effects such as acne where patients risk was doubled when compared to placebo (RR 2.2; 95% CI 1.65 to 2.83) AUTHORS' CONCLUSIONS: Studying effectiveness of DHEA for SLE is difficult, reflecting the problems of studying any treatment for a disease as complex as SLE.	independent RESULTS : From the septet RCTs identified ( 842 participants ) to date there is ' @DRUG$ ' ranking evidence ( www.cochranemsk.org) that @DRUG$ : had footling clinical effect on disease natural action in those with mild / moderate disease ( quantify by SLEDAI or SLAM ) but unity study demonstrated evidence of stabilisation or improvement in 8.3 % more patient role than those treated with placebo ; had a modest but clinically significant improvement in wellness related quality of life quantify by Patient Global appraisal , estimated as 11.5 % ( 11.5 millimeter on a 100 millimeter scale ) by meta-analysis ; resulted in a greater amount of patient role experiencing inauspicious events , particularly androgenic effects such as acne where patient role peril was doubled when compared to placebo ( RR 2.2 ; 95 % ci 1.65 to 2.83 ) AUTHORS ' finale : Studying effectuality of DHEA for SLE is difficult , reflecting the problems of studying any treatment for a disease as complex as SLE .	MAIN RESULTS : From the seven RCTs AUTHORS ( 842 participants ) to date ' is ' @DRUG$ events or evidence ( www.cochranemsk.org) that @DRUG$ : had for clinical effect on disease treatment in those with mild / moderate disease ( measured by SLEDAI number SLAM ) but one study demonstrated evidence ' stabilisation ranking improvement in 8.3 % more patients than there , with placebo ; had a modest but clinically significant improvement in a related quality of life measured by Patient Global Assessment , estimated as 11.5 % ( 11.5 mm on a 100 mm scale ) by meta-analysis ; resulted in health greater or of patients experiencing adverse of treated particularly such effects androgenic as acne where patients a to doubled when compared to placebo ( RR 2.2 ; CONCLUSIONS % CI 1.65 was 2.83 ) identified those Studying : 95 effectiveness of DHEA for SLE is difficult , reflecting the problems of studying any activity little risk disease as complex as SLE .	MAIN RESULTS : From the seven RCTs identified ( 842 participants ) to date there is ' @DRUG$ ' ranking evidence ( www.cochranemsk.org) that @DRUG$ : had little clinical effect on disease activity in those with mild moderate disease ( measured SLEDAI or SLAM ) but one study demonstrated evidence of stabilisation or improvement in 8.3 % more patients than treated with placebo ; had a modest but clinically significant in health related quality of life measured by Patient Global , estimated 11.5 % ( 11.5 mm on a 100 mm scale ) by meta-analysis ; resulted in a greater number of patients experiencing adverse events , particularly androgenic effects such as acne where patients risk was doubled when compared to ( RR 2.2 ; % CI 1.65 to 2.83 ) AUTHORS CONCLUSIONS : Studying effectiveness of DHEA for SLE is difficult , reflecting the problems of studying any treatment for a disease as as SLE .	@DRUG$" is effective in treating mild to moderate cases of SLE, but can also cause adverse effects like acne. "@DRUG$" has been shown to have a modest but clinically significant improvement in health related quality of life, but also causes more adverse effects than "DRUGA".	0
0	Approximately 0.35 and 4.5% of the administered dose were recovered in the urine @DRUG$ @DRUG$ phosphate and clindamycin, respectively.	Approximately 0.35 and 4.5 % of the administered dose were recovered in the piddle @DRUG$ @DRUG$ phosphate and clindamycin , severally .	Approximately 0.35 and 4.5 administered of % the dose were recovered in the urine @DRUG$ @DRUG$ phosphate and clindamycin , respectively .	Approximately 0.35 and 4.5 % the administered dose were recovered in the urine @DRUG$ @DRUG$ phosphate and clindamycin respectively .	Approximately 0.35% of the administered dose of @DRUG$ was recovered in the urine as @DRUG$ phosphate and clindamycin, respectively.	0
0	@DRUG$ (XL-184) is a potent inhibitor of MET, VEGFR 2/KDR, RET and other receptor @DRUG$ kinases, such as KIT, AXL and FLT3.	@DRUG$ (  - 184 ) is a stiff inhibitor of MET , VEGFR 2 / KDR , RET and other receptor @DRUG$ kinases , such as kit , AXL and FLT3 .	@DRUG$ ( XL - 184 as is a potent inhibitor of MET , VEGFR 2 / KDR , RET and other receptor @DRUG$ kinases , such ) KIT , AXL and FLT3 .	@DRUG$ ( XL - 184 ) is a potent inhibitor of MET , VEGFR / KDR , RET other receptor @DRUG$ kinases such as KIT , AXL and FLT3 .	@DRUG$ is a powerful inhibitor of MET, VEGFR2/KDR, RET and other receptor kinases @DRUG$, such as KIT, AXL and FLT3.	0
0	The formation kinetics of gold aggregates induced by @DRUG$ and the impact of the amount of labeled reporter on the aggregation, @DRUG$ well as the fabrication of MBT-labeled immuno-Au aggregates were characterized comprehensively by UV-vis spectrophotometer.	The organization kinetics of gold aggregates induced by @DRUG$ and the impact of the amount of money of labeled reporter on the aggregation , @DRUG$ advantageously as the fabrication of MBT - labeled immuno - Au aggregates were characterized comprehensively by UV - captain hicks spectrophotometer .	The amount kinetics of gold aggregates induced by @DRUG$ and the impact of the formation of labeled reporter aggregation the on , @DRUG$ MBT as the fabrication of well - labeled spectrophotometer - Au aggregates were characterized comprehensively by UV - vis immuno .	The formation kinetics of gold aggregates induced by @DRUG$ and impact of the amount of on the aggregation , @DRUG$ well as the fabrication of - labeled immuno - Au aggregates were characterized by UV - vis spectrophotometer .	The formation kinetics of gold aggregates induced by @DRUG$ and the impact of the amount of labeled reporter on the aggregation , @DRUG$ well as the fabrication of MBT - labeled immuno - Au aggregates were characterized comprehensively by UV - vis spectrophotometer ."DR	0
0	CONCLUSION: Addition of 0.15 mg @DRUG$ to a @DRUG$ solution reduced ad libitum energy intake from a standardized breakfast in moderately overweight men.	CONCLUSION : Addition of 0.15 milligram @DRUG$ to a @DRUG$ solution reduced ad libitum energy intake from a standardized breakfast in moderately heavy men .	CONCLUSION moderately Addition of 0.15 mg @DRUG$ to a @DRUG$ solution reduced ad libitum energy intake from a standardized breakfast in men overweight : .	CONCLUSION : Addition 0.15 mg @DRUG$ to a @DRUG$ solution reduced ad libitum energy intake from a standardized breakfast in moderately overweight men .	Adding @DRUG$ to a @DRUG$ solution reduced ad libitum energy intake from a standardized breakfast in moderately overweight men.	0
0	REVIEW SUMMARY: Effective therapy requires up-titration from initial dosage of 3 mg/d to 6 mg/d with additional increases to 9 @DRUG$ or 12 mg/@DRUG$ giving additional benefits in some patients.	REVIEW SUMMARY : in force therapy requires up-titration from initial dosage of 3 mg /d to 6 mg /d with additional step up to 9 @DRUG$ or 12 mg / @DRUG$ turn over additional benefits in some patients .	REVIEW SUMMARY : /d therapy requires up-titration from initial dosage of 3 mg /d to benefits mg Effective with some increases to 9 @DRUG$ or 12 mg / @DRUG$ giving additional 6 in additional patients .	REVIEW SUMMARY : Effective therapy requires up-titration from initial dosage 3 mg /d to 6 mg with additional to 9 @DRUG$ or 12 mg / @DRUG$ giving additional benefits some .	The initial dosage of 3 mg /d of @DRUG$ should be increased to 6 mg /d, and then to 9 mg /d or 12 mg /d, depending on the patient's individual needs.	1
1	These include anti-amyloid antibodies, active immunisation, selective secretase inhibitors and modulators, microtubule stabilisers (e.g., paclitaxel), R-@DRUG$, xaliproden, ONO-2506, FK962 (somatostatin releaser), SGS 742 (GABA(B) antagonist), TCH 346 (apoptosis inhibitor), Alzhemedtrade mark, phophodiesterase inhibitors, rosiglitazone, @DRUG$, interferons, metal-protein attenuating compounds (e.g., PBT2), CX717, rasagaline, huperzine A, antioxidants and memantine.	These include anti-amyloid antibodies , alive immunization , selective secretase inhibitors and modulators , microtubule stabiliser ( for instance , paclitaxel ) , R- @DRUG$ , xaliproden , ONO - 2506 , FK962 ( somatostatin releaser ) , SGS 742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark , phophodiesterase inhibitors , rosiglitazone , @DRUG$ , interferon , metallic - protein attenuate compounds ( for instance , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidant and memantine .	These ) anti-amyloid antibodies , GABA immunisation , selective secretase inhibitors and modulators , microtubule stabilisers ( e.g. , paclitaxel ( , R- @DRUG$ , xaliproden , include - 2506 , FK962 ) somatostatin rasagaline ) , SGS ( ( active 742 B e.g. antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark , phophodiesterase inhibitors , rosiglitazone , @DRUG$ , interferons , metal - protein attenuating compounds ( ONO , PBT2 ) , CX717 , releaser , huperzine A , antioxidants and memantine .	These include anti-amyloid antibodies , active immunisation , selective secretase inhibitors and modulators , microtubule stabilisers ( e.g. , paclitaxel ) , R- @DRUG$ , xaliproden , ONO - 2506 , ( somatostatin releaser ) , SGS 742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark phophodiesterase , rosiglitazone @DRUG$ , interferons - protein attenuating ( PBT2 ) , CX717 rasagaline , huperzine A , antioxidants and memantine .	@DRUG$ is a drug that is used to treat @DRUG$, which is a drug that is used to treat Alzheimer's disease.	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, @DRUG$, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and @DRUG$ in urine samples.	This method earmark the spotting of alterative concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , lodine , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naprosyn , @DRUG$ , butazolidin , suxibuzone , tiaprofenic acid , tolfenamic acid , and @DRUG$ in urine try out .	This method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , tolfenamic , fenbufen , fenoprofen , flufenamic indometacin , flurbiprofen , ibuprofen , acid , kebuzone , ketoprofen , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone etodolac naproxen , @DRUG$ , acid , suxibuzone , samples phenylbutazone , , acid , and @DRUG$ in urine tiaprofenic .	This allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac fenbufen , fenoprofen , flufenamic acid flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen lonazolac , meclofenamic , mefenamic acid mofebutazone , naproxen , @DRUG$ , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , and @DRUG$ urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	Among the reports, two horses had received sodium or @DRUG$ @DRUG$ intravenously, whereas the remaining 57 horses had been treated with procaine benzylpenicillin intramuscularly.	Among the story , two knight had received sodium or @DRUG$ @DRUG$ intravenously , whereas the remaining 57 knight had been treated with procaine benzylpenicillin intramuscularly .	reports the Among , two horses had received sodium or @DRUG$ @DRUG$ intravenously , whereas the remaining 57 horses had treated been with procaine benzylpenicillin intramuscularly .	Among the reports , horses had received sodium or @DRUG$ @DRUG$ intravenously , whereas the remaining 57 horses had been treated with procaine benzylpenicillin .	Of the horses that received @DRUG$, two were given it intravenously, while the other 57 were given it intramuscularly.	1
0	We have studied the pharmacokinetics of bendazac and its major metabolite, 5-hydroxybendazac, in 11 patients with hepatic cirrhosis after the oral administration of a single 500 @DRUG$ tablet of @DRUG$-lysine, and compared them with those obtained from 10 healthy adults.	We have studied the pharmacokinetics of bendazac and its major metabolite , 5 - hydroxybendazac , in 11 patient with hepatic cirrhosis of the liver after the oral administration of a single 500 @DRUG$ tablet of @DRUG$ - lysine , and compare them with those obtained from 10 intelligent adults .	We have studied 10 pharmacokinetics administration bendazac and its major metabolite , 5 - compared , in 11 patients with hepatic cirrhosis after the oral of of a single 500 @DRUG$ tablet of @DRUG$ hydroxybendazac lysine , and - them with those obtained from the healthy adults .	We studied the pharmacokinetics of bendazac and its major metabolite , 5 - hydroxybendazac in 11 patients with hepatic cirrhosis after the oral administration of a single 500 @DRUG$ tablet of @DRUG$ - lysine , compared them with those obtained from 10 healthy adults .	We have studied the pharmacokinetics of bendazac and its major metabolite, 5-hydroxybendazac, in 11 patients with hepatic cirrhosis after the oral administration of a single 500 @DRUG$ tablet of @DRUG$-lysine, and compared them with those	0
1	@DRUG$ was more effective than H2-receptor antagonists in patients with Zollinger-Ellison syndrome and produced similar treatment outcome to @DRUG$.	@DRUG$ was more effective than H2 - sense organ antagonists in patients with Zollinger - Ellison syndrome and produced standardised treatment outcome to @DRUG$ .	@DRUG$ was more effective than H2 - to patients in antagonists with Zollinger - Ellison syndrome and produced similar treatment outcome receptor @DRUG$ .	@DRUG$ was more effective H2 - receptor antagonists in patients with Zollinger - Ellison syndrome and produced similar treatment outcome to @DRUG$ .	@DRUG$ was more effective than H2 - receptor antagonists in patients with Zollinger - Ellison syndrome and produced similar treatment outcome to @DRUG$ .	0
0	RESULTS: A 2-point SGA reduction was achieved in 0% (placebo), 15.6% (0.5 mg/kg/d), and 45.1% (1.5 @DRUG$/kg/d) (@DRUG$ < .0001).	result : A 2 - point SGA step down was accomplish in 0 % ( placebo ) , 15.6 % ( 0.5 milligram /kg/d ) , and 45.1 % ( 1.5 DRUG A / kg/d ) ( @DRUG$ < .0001 ) .	RESULTS : A 2 - point SGA reduction was achieved in 0 % ( % ) , 15.6 ( ( ( mg /kg/d ) , and / % 0.5 1.5 DRUG A 45.1 kg/d ) placebo @DRUG$ < .0001 ) .	RESULTS A - point SGA reduction was achieved in 0 % ( placebo ) , 15.6 % ( mg /kg/d ) , and 45.1 % ( DRUG A / kg/d ) @DRUG$ < .0001 ) .	@DRUG$ was found to be statistically significantly more effective than placebo in reducing SGA scores.	1
1	METHODS: Evaluation of community-based patients undergoing n-of-1 trials which consisted of double-blind, crossover comparisons of @DRUG$ 200 or 400 mg/day with sustained-release paracetamol 1330 @DRUG$ three times a day in three pairs of 2 week treatment periods per drug with random order of the drugs within pairs.	METHODS : Evaluation of community - based patient role undergoing n-of - 1 trials which lie of double up - blind , crossover comparisons of @DRUG$ 200 or 400 magnesium / day with sustained - release paracetamol 1330 @DRUG$ three sentence a day in three pairs of 2 week treatment periods per drug with random order of the drugs inside pairs .	METHODS : treatment of community - based which undergoing n-of - 1 trials patients random of double - blind , sustained comparisons of @DRUG$ 200 or 400 mg / day with crossover - release paracetamol 1330 @DRUG$ three times a day in three pairs of 2 week Evaluation periods per drug with consisted order of the drugs within pairs .	METHODS : Evaluation of community - based patients undergoing n-of - which consisted of - , crossover comparisons @DRUG$ 200 or 400 mg / day sustained - release paracetamol @DRUG$ times a day in pairs of 2 week treatment periods per with random order of drugs within .	Evaluation of community-based patients undergoing n-of-1 trials which consisted of double-blind, crossover comparisons of @DRUG$ 200 or 400 mg/day with sustained-release paracetamol 1330 @DRUG$ three times a day in three pairs of 2 week treatment periods per	0
1	Analysis of safety data reveals pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline, @DRUG$, and carbamazepine that are not found with @DRUG$.	Analysis of safety data point reveals pharmacokinetic dose interactions for erythromycin and clarithromycin with theophylline , @DRUG$ , and carbamazepine that are not found with @DRUG$ .	Analysis of , data reveals pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline that @DRUG$ safety and carbamazepine , are not found with @DRUG$ .	of safety data reveals pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline , @DRUG$ , and carbamazepine that are not found with @DRUG$ .	Pharmacokinetic drug interactions for erythromycin and clarithromycin with theophylline , @DRUG$ , and carbamazepine are not found with @DRUG$ .	0
0	The ability of J147 to improve memory in aged AD mice is correlated with its induction of the neurotrophic factors NGF (@DRUG$) and BDNF (brain derived neurotrophic factor) as well @DRUG$ several BDNF-responsive proteins which are important for learning and memory.	The ability of J147 to improve memory in aged advert mice is correlated with its initiation of the neurotrophic factors NGF ( @DRUG$ ) and BDNF ( brain derived neurotrophic factor ) as fountainhead @DRUG$ various BDNF - responsive proteins which are important for learning and memory .	The ability BDNF J147 - improve is responsive aged AD mice memory correlated with its induction of the neurotrophic factors NGF ( @DRUG$ ) and BDNF ( brain derived neurotrophic factor ) as well @DRUG$ several of to in proteins which are important for learning and memory .	The ability of J147 to improve memory in aged AD is correlated its induction of neurotrophic factors NGF ( @DRUG$ ) and ( brain derived ) as well @DRUG$ several BDNF - responsive proteins which are for learning and memory .	The ability of J147 to improve memory in aged AD mice is correlated with its induction of the neurotrophic factors NGF (@DRUG$) and BDNF (brain derived neurotrophic factor), as well as several BDNF-responsive proteins which are important for learning and memory.	1
1	Of the 12 candidates, 8 are for non-cancer indications (lanadelumab, crizanlizumab, @DRUG$, eptinezumab, risankizumab, satralizumab, brolucizumab, PRO140) and 4 are for cancer (@DRUG$, moxetumomab pasudotox, cemiplimab, ublituximab).	Of the twelve nominee , octonary are for non-cancer indications ( lanadelumab , crizanlizumab , @DRUG$ , eptinezumab , risankizumab , satralizumab , brolucizumab , PRO140 ) and quaternion are for cancer ( @DRUG$ , moxetumomab pasudotox , cemiplimab , ublituximab ) .	Of the 12 candidates , 8 are satralizumab non-cancer indications ( lanadelumab , crizanlizumab , @DRUG$ , eptinezumab , risankizumab ( pasudotox ublituximab brolucizumab , PRO140 ) and 4 are for cancer , @DRUG$ , moxetumomab for , cemiplimab , , ) .	Of the 12 candidates , 8 are for non-cancer indications ( lanadelumab , crizanlizumab , @DRUG$ , eptinezumab , risankizumab , satralizumab , brolucizumab , PRO140 ) and 4 are cancer ( @DRUG$ , moxetumomab pasudotox , cemiplimab , ublituximab ) .	Of the 12 candidates, 8 are for non-cancer indications (lanadelumab, crizanlizumab, @DRUG$, eptinezumab, risankizumab, satralizumab, brolucizumab, PRO140) and 4	1
0	Once-daily oral treatments comprised nebivolol (20 mg), @DRUG$ (320 mg), and nebivolol-valsartan combination (20/320 @DRUG$).	Once-daily oral treatments comprise nebivolol ( xx mg ) , @DRUG$ ( 320 mg ) , and nebivolol - valsartan combination ( 20/320 @DRUG$ ) .	Once-daily oral treatments , nebivolol ( 20 mg mg , @DRUG$ ( 320 ) ) comprised and nebivolol - valsartan combination ( 20/320 @DRUG$ ) .	Once-daily oral treatments comprised nebivolol ( 20 mg ) , @DRUG$ ( 320 mg ) , and nebivolol - valsartan combination ( 20/320 @DRUG$ ) .	Nebivolol is a drug that is used to treat high blood pressure. Valsartan is a drug that is used to treat high blood pressure and heart failure. Nebivolol and valsartan are both drugs that are in the class of drugs called beta blockers. DR	1
0	SLC7A11 expression could serve @DRUG$ a predictor of cellular response to L-@DRUG$ and glutathione-mediated resistance to geldanamycin, yielding a potential target for increasing chemosensitivity to multiple drugs.	SLC7A11 expression could serve @DRUG$ a predictor of cellular answer to L-@DRUG$ and glutathione - arbitrate electric resistance to geldanamycin , yielding a potential target for increasing chemosensitivity to multiple drugs .	SLC7A11 expression could serve @DRUG$ a predictor of cellular potential to L-@DRUG$ and drugs - mediated resistance to geldanamycin , yielding chemosensitivity response target for increasing a to multiple glutathione .	SLC7A11 expression could serve @DRUG$ predictor of cellular response to L-@DRUG$ and glutathione - mediated resistance to geldanamycin , yielding a potential target for chemosensitivity multiple drugs .	SLC7A11 expression could serve as a predictor of cellular response to L-@DRUG$ and glutathione-mediated resistance to geldanamycin, yielding a potential target for increasing chemosensitivity to multiple drugs.	1
1	In order to assess the role played by serotonin (@DRUG$) in subjective anxiety, three groups of 12 healthy volunteers were given 12 mg metergoline (MET), 10 mg @DRUG$ (DZ) or placebo (PB), under double-blind conditions, and submitted to a simulated public speaking (SPS) test.	In order to assess the role played by serotonin ( @DRUG$ ) in subjective anxiety , three group of 12 healthy volunteers were given 12 atomic number  metergoline ( MET ) , x atomic number  @DRUG$ ( DZ ) or placebo ( pb ) , under double - blind conditions , and submitted to a simulated populace address ( SPS ) test .	In public to assess the role played by serotonin double @DRUG$ ) , subjective anxiety , three groups of 12 conditions volunteers were given 12 mg metergoline ( MET ) a test mg @DRUG$ ( DZ ) or placebo ( PB ) , under ( - blind healthy in and submitted to , simulated order speaking ( SPS ) 10 .	order to assess the role played by serotonin ( @DRUG$ in subjective anxiety , three groups of 12 healthy volunteers were given 12 mg metergoline ) , 10 mg @DRUG$ DZ ) or placebo ( PB ) , under double - blind , and submitted to a simulated public speaking ( SPS ) test	Serotonin (@DRUG$) may play a role in subjective anxiety, as assessed by measuring the amount of anxiety people feel after taking a drug (@DRUG$) that affects serotonin levels.	0
0	Intravenous ferric gluconate significantly improves response to @DRUG$ versus oral @DRUG$ or no iron in anemic patients with cancer receiving chemotherapy.	Intravenous ferric gluconate significantly better reception to @DRUG$ versus oral @DRUG$ or no iron in anemic patients with cancer receiving chemotherapy .	Intravenous ferric significantly cancer improves response to @DRUG$ versus oral @DRUG$ or no iron in anemic patients with gluconate receiving chemotherapy .	ferric gluconate significantly improves response to @DRUG$ versus oral @DRUG$ or no iron in anemic patients with cancer receiving chemotherapy .	Intravenous ferric gluconate significantly improves response to @DRUG$ in anemic patients with cancer receiving chemotherapy, compared to oral @DRUG$ or no iron.	0
0	Fluroescence of proteins in 6-@DRUG$ @DRUG$ hydrochloride.	Fluroescence of protein in 6 - @DRUG$ @DRUG$ hydrochloride .	Fluroescence of in proteins 6 - @DRUG$ @DRUG$ hydrochloride .	Fluroescence proteins in 6 - @DRUG$ @DRUG$ hydrochloride .	Proteins in 6 - @DRUG$ @DRUG$ hydrochloride fluoresce.	0
1	The mean peak serum concentration of @DRUG$ after an oral dose of 500 @DRUG$ was adequate to inhibit all group A streptococci, D. pneumoniae, and S. aureus, 85% of E. coli, and about 40 to 75% of Klebsiella-Aerobacter and P. mirabilis strains.	The mean peak serum concentration of @DRUG$ after an unwritten dose of 500 @DRUG$ was adequate to inhibit all radical group a streptococci , D. pneumoniae , and S. aureus , 85 % of E. coli , and about 40 to  % of Klebsiella -Aerobacter and P. genus mirabilis strains .	The mean mirabilis serum concentration of @DRUG$ after an , dose of all @DRUG$ was Klebsiella to inhibit 500 group A streptococci , D. pneumoniae , and S. aureus , 85 % of 75 coli oral and about 40 to E. % of adequate -Aerobacter and P. peak strains .	The mean peak serum concentration of @DRUG$ after an oral dose of 500 @DRUG$ was adequate to inhibit group A streptococci , D. pneumoniae , and S. aureus , 85 % E. coli , and about 40 to % of Klebsiella -Aerobacter and P. mirabilis strains .	The mean peak serum concentration of @DRUG$ after an oral dose of 500 @DRUG$ was adequate to inhibit all group A streptococci , D. pneumoniae , and S. aureus , 85 % of E. coli , and about 40 to 75 % of Klebsiella	0
0	A phase 1 study of the pharmacokinetics of nucleoside analog trifluridine and thymidine phosphorylase inhibitor @DRUG$ (components of @DRUG$) vs trifluridine alone.	A form 1 study of the pharmacokinetics of nucleoside analog trifluridine and thymidine phosphorylase inhibitor @DRUG$ ( components of @DRUG$ ) v trifluridine alone .	A 1 phase study of the pharmacokinetics of nucleoside analog trifluridine and inhibitor phosphorylase thymidine @DRUG$ ( components of @DRUG$ ) vs trifluridine alone .	A phase 1 study the pharmacokinetics of nucleoside analog trifluridine and thymidine phosphorylase inhibitor @DRUG$ ( components of @DRUG$ ) vs trifluridine alone .	A phase 1 study of the pharmacokinetics of nucleoside analog trifluridine and thymidine phosphorylase inhibitor @DRUG$ ( components of @DRUG$ ) vs trifluridine alone ."DRUGA is a component of DRUGB.	0
0	RESULTS: @DRUG$ treatment improved pain compared to placebo on day 28 (48.1 and 31.3% treatment successes respectively; @DRUG$ = .0315).	RESULTS : @DRUG$ treatment improved pain compared to placebo on day xxviii ( 48.1 and 31.3 % treatment successes severally ; @DRUG$ = .0315 ) .	RESULTS : @DRUG$ treatment 28 pain compared to respectively on day improved ( 48.1 and 31.3 % treatment successes placebo ; @DRUG$ = .0315 ) .	RESULTS : @DRUG$ treatment improved pain to placebo on day 28 ( 48.1 and 31.3 % treatment successes respectively ; @DRUG$ = .0315 ) .	@DRUG$ was found to be statistically significantly more effective than placebo in reducing pain on day 28.	1
1	From preliminary results of the large InTIME-II study, @DRUG$ 120 kU/kg showed a greater incidence of intracranial haemorrhage and mild bleeding than @DRUG$ <or=100mg, but a similar incidence of stroke.	From preliminary resultant of the large InTIME -II study , @DRUG$  kU / kg showed a greater incidence of intracranial haemorrhage and mild bleeding than @DRUG$ < or=100mg , but a similar incidence of diagonal .	From preliminary results of the large InTIME -II study , @DRUG$ 120 kU / intracranial showed a greater incidence of and haemorrhage kg mild bleeding than @DRUG$ but or=100mg , < a similar incidence of stroke .	preliminary results of the large InTIME -II study , @DRUG$ 120 kU / kg showed a greater incidence of intracranial haemorrhage and mild bleeding than @DRUG$ < or=100mg , but a similar incidence of stroke .	@DRUG$ showed a greater incidence of intracranial haemorrhage and mild bleeding than @DRUG$, but a similar incidence of stroke.	0
0	We studied the 11beta-HSD activity towards @DRUG$ (F)/cortisone (E) and dexamethasone (D)/11-dehydro-dexamethasone (DH-@DRUG$) in microsomes prepared from human kidney cortex.	We examine the 11beta-HSD activity towards @DRUG$ ( F ) / cortone acetate ( e ) and dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - @DRUG$ ) in microsomes prepared from human kidney cortex .	/ studied the 11beta-HSD cortex towards @DRUG$ ( F and We cortisone ( E ) ) dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - @DRUG$ ) in microsomes prepared from human kidney activity .	We studied the 11beta-HSD activity towards @DRUG$ ( F ) cortisone ( E ) and dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - @DRUG$ ) in microsomes prepared from human kidney cortex .	We studied the activity of the enzyme 11beta-HSD towards @DRUG$ ( F ) / cortisone ( E ) and dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - @DRUG$ ) in microsomes prepared from human	0
0	@DRUG$-MPH exhibited prominent affinity at the norepinephrine transporter (NET) site, even exceeding such affinity at the @DRUG$ transporter (DAT).	@DRUG$ - MPH exhibited spectacular affinity at the norepinephrine transporter ( internet ) site , even exceeding such affinity at the @DRUG$ transporter ( DAT ) .	@DRUG$ - MPH exhibited prominent affinity at the site transporter ( NET ) norepinephrine , at exceeding such affinity even the @DRUG$ transporter ( DAT ) .	@DRUG$ - MPH exhibited prominent affinity at the transporter ( NET ) site , even exceeding such affinity the @DRUG$ transporter ( DAT	@DRUG$ is more likely to bind to the norepinephrine transporter than the dopamine transporter.	1
0	Repeat challenges revealed changes in clinical score with A 3.6 (P less than .01), @DRUG$ 3.1 (@DRUG$ less than .02), and T 2.7 (P less than .05).	Repeat challenges revealed alteration in clinical score with a 3.6 ( P to a lesser extent than .01 ) , @DRUG$ 3.1 ( @DRUG$ to a lesser extent than .02 ) , and T 2.7 ( P to a lesser extent than .05 ) .	Repeat challenges revealed changes in A score with clinical 3.6 ( P less than .01 ) , @DRUG$ 3.1 ( @DRUG$ less than .02 P , and T 2.7 ( ) less ) .05 than .	Repeat challenges revealed changes in clinical score A 3.6 P less than .01 ) , @DRUG$ 3.1 ( @DRUG$ less than .02 , and T ( P less than .05 ) .	A significantly greater clinical score was observed with A than with @DRUG$ or T.	1
0	For reducing cardiovascular events (CVEs), HCTZ is less effective than enalapril and amlodipine in randomized trials, and, in network analysis of trials, it is less effective than CTDN and @DRUG$-@DRUG$.	For reducing cardiovascular events ( CVEs ) , HCTZ is le effective than vasotec and amlodipine in randomized trials , and , in network psychoanalysis of trials , it is le effective than CTDN and @DRUG$ - @DRUG$ .	For cardiovascular in analysis ( CVEs ) , HCTZ is less effective than enalapril and amlodipine in randomized trials , and , reducing network events of trials , it is less effective than CTDN and @DRUG$ - @DRUG$ .	For reducing cardiovascular events CVEs , HCTZ is less effective than and amlodipine in randomized , and , in network analysis of trials , it is less effective than CTDN and @DRUG$ - @DRUG$ .	HCTZ is less effective than enalapril and amlodipine in randomized trials, and, in network analysis of trials, it is less effective than CTDN and @DRUG$-@DRUG$.	0
0	Effect of oral @DRUG$, a selective femoral arterial vasodilator, on hindlimb subcutaneous tissue temperature in conscious dogs under @DRUG$ sedation.	Effect of oral @DRUG$ , a selective femoral arterial vasodilative , on hindlimb subcutaneous tissue paper temperature in conscious dogs under @DRUG$ sedation .	Effect vasodilator oral @DRUG$ , a selective femoral arterial hindlimb , on of subcutaneous tissue temperature in conscious dogs under @DRUG$ sedation .	Effect of oral @DRUG$ , a selective femoral arterial , on hindlimb subcutaneous tissue temperature in conscious dogs @DRUG$ sedation .	The effect of oral @DRUG$ on hindlimb subcutaneous tissue temperature in conscious dogs under @DRUG$ sedation.	0
0	@DRUG$ and @DRUG$ mesylate combination therapy of chronic myeloid leukaemia: preclinical evaluation.	@DRUG$ and @DRUG$ mesylate combination therapy of chronic myeloid leukaemia : presymptomatic evaluation .	@DRUG$ and @DRUG$ therapy combination mesylate of chronic myeloid leukaemia : preclinical evaluation .	@DRUG$ and @DRUG$ mesylate combination of chronic myeloid leukaemia : preclinical .	The combination of @DRUG$ and @DRUG$ is effective in treating chronic myeloid leukaemia.	0
1	The second generation non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole demonstrated no affinity for D1 receptors at concentrations up to 10(-4) M.	The second generation non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole march no affinity for D1 receptors at concentrations up to decade ( - 4 ) M.	The second D1 non-ergot @DRUG$ receptors agonists @DRUG$ and ropinirole demonstrated no affinity for generation receptors up concentrations at to 10 ( - 4 ) M.	The second generation @DRUG$ receptors agonists @DRUG$ and ropinirole demonstrated affinity for D1 receptors at concentrations up to 10 ( 4 ) M.	@DRUG$ does not interact with @DRUG$ at concentrations up to 10 ( - 4 ) M.	0
0	@DRUG$ the binding affinity of artemisinin and its derivatives @DRUG$ and artesunate to blood serum proteins might influence the effectiveness of the drug, binding of artemisinin and derivatives to serum albumin was studied under near physiological conditions.	@DRUG$ the binding affinity of artemisinin and its derivative @DRUG$ and artesunate to blood serum proteins mightiness influence the effectiveness of the drug , binding of artemisinin and derivative to serum albumen was studied under near physiological conditions .	@DRUG$ the binding affinity of artemisinin and its derivatives @DRUG$ under artesunate to derivatives of proteins might influence the effectiveness of the drug , binding serum artemisinin and blood to serum albumin was studied and near physiological conditions .	@DRUG$ the binding affinity of artemisinin and its derivatives @DRUG$ and artesunate blood serum proteins might influence the of the drug binding of artemisinin and derivatives to serum albumin was studied near physiological conditions .	The higher the binding affinity of artemisinin and its derivatives to blood serum proteins, the more effective the drug will be.	1
0	METHODS: Using stable isotope technology and a stereospecific assay, we compared the pharmacokinetics and pharmacodynamics of intravenous (10 mg of d(7)-@DRUG$ /S -@DRUG$) and oral (240 mg of slow release (SR) d(0)-R /S -verapamil) R -verapamil and S -verapamil after the first dose (day 1) and after 3 weeks (day 21) of continuous oral therapy in 8 patients with long-term atrial fibrillation.	METHODS : apply stable isotope technology and a stereospecific assay , we compared the pharmacokinetics and pharmacodynamics of intravenous ( 10 mg of d ( septet ) - @DRUG$ / S - @DRUG$ ) and viva ( 240 mg of slow relinquish ( SR ) d( 0 ) - R / S - calan ) R - calan and S - calan after the starting time dose ( day 1 ) and after 3 weeks ( day xxi ) of uninterrupted viva therapy in eight patients with long-term atrial fibrillation .	METHODS : Using stable isotope technology and a of assay , we compared verapamil pharmacokinetics and of of intravenous ( 10 mg of d ( 7 - ) @DRUG$ / S - @DRUG$ ) and oral ( 240 mg / slow release ( SR ) d( 0 ) and R pharmacodynamics S - and ) R - therapy verapamil S - verapamil after the first dose ( day 1 ) - after 3 weeks ( day 21 ) stereospecific continuous long-term the in 8 patients with oral atrial fibrillation .	METHODS : Using stable isotope technology and a stereospecific assay , we compared the pharmacokinetics and pharmacodynamics of intravenous ( 10 mg of d 7 ) - @DRUG$ / S - @DRUG$ ) and oral ( 240 slow release ( SR ) d( 0 ) - R / S - verapamil ) R - verapamil and S - verapamil after the first day 1 ) and after 3 weeks ( day 21 ) of continuous oral therapy in 8 patients with long-term atrial .	We used stable isotope technology and a stereospecific assay to compare the pharmacokinetics and pharmacodynamics of intravenous ( 10 mg of d ( 7 ) - @DRUG$ / S - @DRUG$ ) and oral ( 240 mg of slow release ( SR ) d( 0 ) -	0
0	Pharmacological therapy is very effective in lowering BP and in preventing CVD outcomes in most patients; first-line antihypertensive medications include angiotensin-converting enzyme inhibitors, @DRUG$ receptor blockers, dihydropyridine @DRUG$-channel blockers and thiazide diuretics.	Pharmacological therapy is very effective in take down BP and in prevent CVD outcomes in most patients ; first-line antihypertensive drug medications include angiotensin-converting enzyme inhibitors , @DRUG$ receptor blockers , dihydropyridine @DRUG$ - channel blockers and thiazide diuretics .	Pharmacological therapy is very effective in patients BP dihydropyridine in - CVD outcomes in most lowering ; first-line antihypertensive medications include angiotensin-converting enzyme inhibitors , @DRUG$ receptor blockers , and @DRUG$ preventing channel blockers and thiazide diuretics .	therapy is very effective in lowering and in preventing CVD in most patients ; first-line antihypertensive medications include angiotensin-converting enzyme inhibitors , @DRUG$ receptor blockers , dihydropyridine @DRUG$ - channel blockers thiazide diuretics .	Pharmacological therapy, which includes angiotensin-converting enzyme inhibitors, @DRUG$ receptor blockers, dihydropyridine @DRUG$ - channel blockers and thiazide diuretics, is very effective in lowering BP and in preventing CVD outcomes in most patients.	0
0	@DRUG$ synthesis in the periphery (including that in pericentral hepatocytes) and glutamine catabolism in (periportal) hepatocytes represents the high-affinity @DRUG$-detoxifying system of the body.	@DRUG$ synthesis in the periphery ( including that in pericentral hepatocytes ) and glutamine destructive metabolism in ( periportal ) hepatocytes represents the high- chemical attraction @DRUG$ - detoxifying system of the torso .	@DRUG$ synthesis in periphery the ( including that in pericentral hepatocytes ) high- glutamine catabolism in of periportal ) hepatocytes represents the and affinity @DRUG$ - detoxifying system ( the body .	@DRUG$ synthesis in periphery ( including that in pericentral ) and glutamine catabolism in ( periportal ) hepatocytes represents the high- affinity @DRUG$ - detoxifying system of body .	@DRUG$ is synthesized in the periphery (including that in pericentral hepatocytes) and glutamine catabolism takes place in (periportal) hepatocytes. This represents the high-affinity @DRUG$-detoxifying system of the body.	0
0	In contrast, metabolites of @DRUG$ (@DRUG$-2, M-4 and M-9) had low affinities for muscarinic ACh receptor subtypes.	In contrast , metabolites of @DRUG$ ( @DRUG$ - 2 , M- 4 and M - 9 ) had low kinship for muscarinic ACh sensory receptor subtypes .	In contrast , metabolites of @DRUG$ ( @DRUG$ 9 2 , M- 4 and M - - ) had affinities low for muscarinic ACh receptor subtypes .	In contrast , metabolites of @DRUG$ @DRUG$ - 2 , M- 4 and M - 9 ) had low affinities for muscarinic ACh receptor subtypes .	 @DRUG$ is a drug that has high affinities for muscarinic ACh receptor subtypes, while metabolites of DRUGA ( @DRUG$ - 2 , M- 4 and M - 9 ) had low affinities for muscarinic ACh receptor subtypes.	0
0	An open-label, titration-to-response study involving 86 patients with severe hypertension found that telmisartan 80 to 160 @DRUG$/@DRUG$ was as efficacious as enalapril 20 to 40 mg/d.	An open-label , titration - to- response study involving 86 patients with severe hypertension found that telmisartan 80 to one hundred sixty @DRUG$ / @DRUG$ was as effectual as enalapril 20 to xl mg/d .	An open-label , titration - to- response study involving 86 / with severe hypertension found that telmisartan 80 to 160 @DRUG$ mg/d @DRUG$ was as efficacious as enalapril 20 to patients 40 .	An open-label , titration - to- response study 86 patients with severe hypertension found telmisartan 80 to 160 @DRUG$ @DRUG$ was as efficacious as enalapril 20 to 40 mg/d	Telmisartan 80 to 160 @DRUG$ / @DRUG$ was as efficacious as enalapril 20 to 40 mg/d .	0
0	Cows had a lower (@DRUG$ less than .01) @DRUG$ concentration than heifers on d 10, 11 and 12 after LP-induced estrus.	Cows had a low pitched ( @DRUG$ less than .01 ) @DRUG$ concentration than heifers on d 10 , 11 and 12 after lp - induced estrus .	Cows had a lower ( @DRUG$ less than .01 ) @DRUG$ concentration estrus heifers induced d 10 , 11 and 12 after LP - on than .	Cows had a lower ( @DRUG$ less than .01 @DRUG$ concentration than heifers on d 10 , 11 and 12 after LP - induced estrus .	Cows had a lower ( @DRUG$ less than .01 ) @DRUG$ concentration than heifers on d 10 , 11 and 12 after LP - induced estrus ."Cows had a lower DRUGA concentration than heifers on days 10, 11, and 12 after	0
0	Subjects with a sitting diastolic blood pressure (DBP) > or = 95 mmHg were randomized to monotherapy with placebo, moexipiril 7.5 @DRUG$ o.@DRUG$., moexipril 15 mg o.d. or HCTZ 25 mg o.d. for 8 weeks.	theme with a sit around diastolic blood pressure ( DBP ) > or = 95 mmHg were randomised to monotherapy with placebo , moexipiril 7.5 @DRUG$ o.@DRUG$ . , moexipril 15 mg o.d. or HCTZ 25 mg o.d. for 8 week .	Subjects with a sitting diastolic blood pressure for DBP o.d. > or = 95 mmHg were randomized to monotherapy with ( , moexipiril 7.5 @DRUG$ o.@DRUG$ . , moexipril 15 mg ) or HCTZ 25 mg o.d. placebo 8 weeks .	Subjects with sitting diastolic blood ( DBP ) > or = 95 mmHg were randomized to monotherapy placebo , moexipiril 7.5 @DRUG$ o.@DRUG$ . , moexipril 15 mg o.d. or HCTZ 25 o.d. for 8 weeks .	Subjects with a sitting diastolic blood pressure ( DBP ) > or = 95 mmHg were randomized to monotherapy with placebo , moexipiril 7.5 mg o.@DRUG$ or @DRUG$ . , moexipril 15 mg o.d. or	0
0	RESULTS: Doses administered were 3.4 +/- 0.6 @DRUG$ kg(-1) of tiletamine-@DRUG$, 0.04 +/- 7.0 mg kg(-1) of romifidine, and 0.03 +/- 0.007 mg kg(-1) of atropine.	resultant : dos distribute were 3.4 +/- 0.6 @DRUG$ kg ( - single ) of tiletamine - @DRUG$ , 0.04 +/- 7.0 mg kg ( - single ) of romifidine , and 0.03 +/- 0.007 mg kg ( - single ) of atropine .	) : Doses administered 7.0 3.4 +/- 0.6 @DRUG$ kg ( - 1 ) mg tiletamine - @DRUG$ , 0.04 +/- were of kg ( - 1 RESULTS of romifidine mg and 0.03 +/- 0.007 , kg ( - 1 ) of atropine .	RESULTS : administered were 3.4 +/- 0.6 @DRUG$ kg ( - 1 ) of tiletamine @DRUG$ , 0.04 7.0 mg kg ( - ) of romifidine , and 0.03 +/- 0.007 mg kg ( - 1 of atropine .	For every 3.4 kg of tiletamine administered, there was a corresponding 0.04 mg kg of romifidine administered, and a corresponding 0.03 mg kg of atropine administered.	1
0	Targeted drugs that inhibit the estrogen receptor (ER) or estrogen-activated pathways include the selective ER modulators (@DRUG$, raloxifene, and @DRUG$) and aromatase inhibitors (AIs) (anastrozole, letrozole, and exemestane) have been tested in preclinical and clinical studies.	place drugs that subdue the estrogen receptor ( atomic number  ) or estrogen - activated pathways let in the selective atomic number  modulators ( @DRUG$ , raloxifene , and @DRUG$ ) and aromatase inhibitors ( AIs ) ( anastrozole , letrozole , and exemestane ) have been tested in preclinical and clinical field of study .	Targeted in that inhibit the estrogen receptor ( ER ) or estrogen exemestane tested pathways include the inhibitors ER modulators ( @DRUG$ , raloxifene , and @DRUG$ ) and aromatase selective ( AIs ) ( anastrozole , letrozole , and - ) have been activated drugs preclinical and clinical studies .	Targeted drugs inhibit the estrogen receptor ( ER ) or estrogen activated pathways include selective ER modulators ( @DRUG$ , raloxifene , and @DRUG$ ) and ( AIs ) ( anastrozole , letrozole , and exemestane ) have been tested in preclinical clinical studies .	Targeted drugs that inhibit the estrogen receptor ( ER ) or estrogen - activated pathways include the selective ER modulators ( @DRUG$ and @DRUG$ ) and aromatase inhibitors ( AIs ) ( anastrozole , letrozole , and exemestane ) have been	0
0	@DRUG$ (calcium acetylhomotaurinate), a synthetic compound with a similar chemical structure to that of gamma-aminobutyric acid, is thought to act via several mechanisms affecting multiple neurotransmitter systems; inhibition of neuronal hyperexcitability by antagonism of excitatory amino acid activity and reduction of calcium ion fluxes has been suggested @DRUG$ its predominant mechanism of action.	@DRUG$ ( calcium acetylhomotaurinate ) , a synthetic heighten with a similar chemical bodily structure to that of gamma-aminobutyric acid , is thought to act via several mechanisms affecting multiple neurotransmitter organization ; inhibition of neural hyperexcitability by antagonism of excitatory amino acid activity and reduction of calcium ion fluxes has been suggested @DRUG$ its predominant mechanism of natural action .	@DRUG$ ( calcium acetylhomotaurinate ) , a of compound with a similar affecting structure to that amino gamma-aminobutyric its , is thought to act via several mechanisms chemical multiple neurotransmitter systems ; inhibition of neuronal hyperexcitability by antagonism of excitatory of acid activity and reduction of calcium ion fluxes action been suggested @DRUG$ acid predominant mechanism synthetic has .	@DRUG$ ( calcium acetylhomotaurinate ) , a synthetic compound with a similar chemical structure to that of gamma-aminobutyric , is thought to act via several mechanisms affecting multiple neurotransmitter systems ; of neuronal hyperexcitability by antagonism of amino acid and reduction of calcium ion fluxes has been suggested @DRUG$ predominant mechanism of action .	@DRUG$ is a synthetic compound that is thought to work by affecting multiple neurotransmitter systems. @DRUG$ is the predominant mechanism of action for this compound.	0
0	Following a single im injection of 32.8 @DRUG$ @DRUG$ or 32.7 mg dihydrotestosterone-enanthate, i.e. 23.6 mg of pure steroid, in the orchidectomized cynomolgus monkeys, serum testosterone and dihydrotestosterone levels rose to 400 and 800% of baseline, respectively, within 24 h. Androgen levels remained in that range for 3-5 days followed by a continuous decline until baseline values were attained after 4-5 weeks.	Following a single im injection of 32.8 @DRUG$ @DRUG$ or 32.7 mg dihydrotestosterone -enanthate , i.e. 23.6 mg of pure steroid , in the orchidectomized cynomolgus monkeys , serum testosterone and dihydrotestosterone spirit level climb up to  and 800 % of baseline , severally , within 24 h. Androgen spirit level remained in that range for 3 - little phoebe clarence day followed by a continuous decline until baseline values were attained after 4 - little phoebe calendar week .	Following a single im injection of 32.8 @DRUG$ @DRUG$ of 32.7 mg remained -enanthate , i.e. 23.6 that of pure steroid , in the orchidectomized cynomolgus monkeys , baseline testosterone and dihydrotestosterone levels rose to 400 and 5 % or serum , respectively , within 24 h. Androgen a until in mg range for 3 - 800 days followed by levels continuous decline dihydrotestosterone baseline values were attained after 4 - 5 weeks .	Following single im injection of 32.8 @DRUG$ @DRUG$ or 32.7 mg dihydrotestosterone -enanthate , i.e. 23.6 mg of pure , the orchidectomized cynomolgus monkeys , serum testosterone and dihydrotestosterone rose to 400 and 800 % of baseline , respectively , 24 h. Androgen levels remained that range for 3 - days followed by a continuous decline baseline values were attained after 4 5 weeks .	Following a single injection of @DRUG$, serum testosterone and dihydrotestosterone levels rose to 400 and 800% of baseline, respectively, within 24 hours. Androgen levels remained in that range for 3-5 days followed by a continuous decline until baseline values were attained after 4-5 weeks	1
0	Alpha-DHA-G was formed in incubations of DHA with expressed UGT1A9 (@DRUG$(m) 32 microM, V(max) 8.9 pmol min(-1) @DRUG$(-1)) or UGT2B7 (K(m) 438 microM, V(max) 10.9 pmol mg(-1) min(-1)) but not with UGT1A1 or UGT1A6.	Alpha-DHA -G was mould in brooding of DHA with evince UGT1A9 ( @DRUG$ ( m ) xxxii microM , V ( max ) 8.9 pmol hokkianese ( - 1 ) @DRUG$ ( - 1 ) ) or UGT2B7 ( kelvin ( m ) 438 microM , V ( max ) 10.9 pmol atomic number  ( - 1 ) hokkianese ( - 1 ) ) but not with UGT1A1 or UGT1A6 .	Alpha-DHA -G was max in , of DHA or expressed UGT1A9 min @DRUG$ ( m ) 32 microM incubations ( ( formed ) 8.9 pmol min ( - 1 ) @DRUG$ ( V ( ) ) with UGT2B7 ( K ( m ) 438 microM , V ( max ) 10.9 pmol mg 1 - 1 ) - ( - 1 ) ) but not with UGT1A1 or UGT1A6 .	Alpha-DHA -G was formed in of with expressed UGT1A9 ( @DRUG$ ( m ) 32 microM , V ( ) 8.9 pmol min ( - 1 ) @DRUG$ - 1 ) ) or UGT2B7 K m ) 438 microM , ( max ) 10.9 pmol mg ( - ) ( - 1 ) ) but not with UGT1A1 or UGT1A6 .	Alpha-DHA -G was formed in incubations of DHA with expressed UGT1A9 ( @DRUG$ ( m ) 32 microM , V ( max ) 8.9 pmol min ( - 1 ) @DRUG$ ( - 1 ) ) or UGT2B7	0
1	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (eptinezumab, @DRUG$, enfortumab vedotin, isatuximab, [fam-]trastuzumab deruxtecan, inebilizumab, @DRUG$, sacituzumab govitecan, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	at this time , a tote up of 5 novel antibody curative ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) had been concede a first of all approval in either the US or EU , and marketing lotion for 13 novel antibody curative ( eptinezumab , @DRUG$ , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , @DRUG$ , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergo review in these realm , which play the major markets for antibody curative .	At this time , a total of 5 novel antibody , ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , , crizanlizumab ) had been these a first approval markets either , US or EU , and marketing , for 13 novel antibody therapeutics major eptinezumab , @DRUG$ applications enfortumab vedotin , isatuximab REGNEB3 [ fam - ] trastuzumab deruxtecan , inebilizumab ) @DRUG$ , sacituzumab govitecan , satralizumab and narsoplimab , tafasitamab , , and naxituximab the were undergoing review in granted regions therapeutics which represent the ( in for antibody therapeutics .	At this time , a total of 5 novel antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) had been granted a first approval in either the US or EU , marketing applications for 13 novel antibody therapeutics ( eptinezumab , @DRUG$ , vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , @DRUG$ , sacituzumab govitecan , satralizumab , narsoplimab , tafasitamab , and naxituximab ) were undergoing review in these regions which represent the major markets for therapeutics .	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US	1
0	BACKGROUND: Limited data are available for once-daily (QD) @DRUG$ (DRV)/ritonavir (@DRUG$) in the pediatric population.	BACKGROUND : define data are available for once-daily ( QD ) @DRUG$ ( DRV ) / ritonavir ( @DRUG$ ) in the paediatric population .	BACKGROUND population Limited data are available for once-daily ) QD ( @DRUG$ ( DRV ) / ritonavir ( @DRUG$ ) in the pediatric : .	BACKGROUND : Limited data are for once-daily ( QD ) @DRUG$ ( DRV ) / ritonavir ( @DRUG$ ) in the pediatric	There is limited data available on how well @DRUG$ works when taken once a day, especially in children.	1
0	CONCLUSIONS: Based on this review, @DRUG$ has been found to be well tolerated and effective in the treatment of early PD and @DRUG$ adjunctive treatment in motor fluctuations.	CONCLUSIONS : Based on this inspection , @DRUG$ has been found to be well tolerated and effective in the treatment of too soon PD and @DRUG$ adjunctive treatment in motor wavering .	CONCLUSIONS : and on this review been @DRUG$ has , found the be well tolerated and effective in to treatment of early PD Based @DRUG$ adjunctive treatment in motor fluctuations .	CONCLUSIONS : Based on this review @DRUG$ has been found to well tolerated and effective in the treatment of early PD and @DRUG$ adjunctive treatment in motor fluctuations .	@DRUG$ has been found to be well tolerated and effective in the treatment of early PD. @DRUG$ adjunctive treatment in motor fluctuations.	0
0	However, in phase 2 dose-ranging studies @DRUG$ was associated with dose-limiting tolerability and safety issues such @DRUG$ anemia.	However , in stage 2 dose-ranging studies @DRUG$ was associated with dose-limiting tolerability and prophylactic issues such @DRUG$ anemia .	However , in phase 2 dose-ranging studies @DRUG$ was associated with dose-limiting tolerability issues such and safety @DRUG$ anemia .	However , in phase 2 dose-ranging @DRUG$ was associated with dose-limiting tolerability and safety such @DRUG$ anemia .	However, @DRUG$ was associated with dose-limiting tolerability and safety issues such as @DRUG$ anemia.	0
0	Bisoprolol 10 mg and @DRUG$ 50 @DRUG$ had intermediate effects; bisoprolol was the more beta1-selective of these two.	Bisoprolol 10 mg and @DRUG$ fifty @DRUG$ had intermediate burden ; bisoprolol was the more beta1 - selective of these two .	Bisoprolol selective mg beta1 @DRUG$ 50 @DRUG$ had intermediate effects ; bisoprolol was the more and - 10 of these two .	Bisoprolol 10 mg and @DRUG$ 50 @DRUG$ had intermediate effects bisoprolol was the more - selective of these two .	Bisoprolol 10 mg is more beta1-selective than @DRUG$ 50 @DRUG$.	0
1	In contrast, A1/A2 @DRUG$ receptor antagonist, 8-(p-sulfophenyl)@DRUG$ (8pSPT) not penetrating via blood-brain barrier was ineffective.	In contrast , A1 / A2 @DRUG$ receptor antagonist , ogdoad -( p-sulfophenyl ) @DRUG$ ( ogdoad pSPT ) not penetrating via blood-brain roadblock was ineffective .	In contrast , A1 / ) @DRUG$ was antagonist , 8 -( p-sulfophenyl ) @DRUG$ ( 8 pSPT A2 not penetrating via blood-brain barrier receptor ineffective .	In contrast , A1 A2 @DRUG$ receptor antagonist , -( p-sulfophenyl ) @DRUG$ ( 8 pSPT ) not penetrating via blood-brain barrier was ineffective	A1 / A2 @DRUG$ receptor antagonist, 8- (p-sulfophenyl) @DRUG$ (8pSPT) not penetrating via blood-brain barrier was ineffective.	0
0	The doses of supplementary @DRUG$ used were 1200 mg daily for a mean duration of 4 years, and 2000 @DRUG$/day for three years.	The doses of auxiliary @DRUG$ used were 1200 mg daily for a mean duration of 4 years , and 2000 @DRUG$ / day for trinity years .	The doses of supplementary @DRUG$ used were 1200 mg daily for three mean duration of 4 years , / 2000 @DRUG$ and day for a years .	The doses of supplementary @DRUG$ used were mg daily a mean duration of 4 years , and 2000 @DRUG$ / day for three years .	For every 1,000 mg of @DRUG$ taken, 2,000 mg of @DRUG$ was also taken.	0
0	The antibody did not cross react with N-alkyl [@DRUG$, clenbuterol, (-)-isoproterenol, (+)-isoproterenol, metaproterenol, or salbutamol] or N-arylalkyl (dobutamine, fenoterol, isoxsuprine, ractopamine, or @DRUG$) beta-agonists.	The antibody did not thwart oppose with N-alkyl [ @DRUG$ , clenbuterol , ( -) - isuprel , ( + ) - isuprel , alupent , or salbutamol ] or N-arylalkyl ( dobutamine , fenoterol , isoxsuprine , ractopamine , or @DRUG$ ) beta-agonists .	The antibody - not cross react with N-alkyl [ @DRUG$ , clenbuterol , ( isoxsuprine did isoproterenol , ( + ) - isoproterenol , metaproterenol , or salbutamol or or N-arylalkyl ( dobutamine , fenoterol , -) , ractopamine , ] @DRUG$ ) beta-agonists .	The antibody did not cross react with N-alkyl @DRUG$ , clenbuterol , ( -) - , ( ) - isoproterenol , metaproterenol , or ] or N-arylalkyl ( dobutamine , fenoterol , isoxsuprine , or @DRUG$ ) beta-agonists	The antibody did not cross react with any of the N-alkyl or N-arylalkyl beta-agonists.	1
0	This paper describes an open trial of the administration of 500 @DRUG$ @DRUG$ benzoate during amobarbital interviews with ten patients.	This newspaper describes an afford trial of the administration of 500 @DRUG$ @DRUG$ benzoate during amobarbital interviews with ten patients .	This paper describes an open trial of amobarbital administration of 500 @DRUG$ @DRUG$ benzoate during patients interviews with ten the .	paper describes an open of the administration of 500 @DRUG$ @DRUG$ benzoate during amobarbital interviews ten patients .	The administration of 500 @DRUG$ @DRUG$ benzoate during amobarbital interviews with ten patients.	0
0	REVIEWER'S CONCLUSIONS: The results of this review favour @DRUG$ over phenobarbitone, as @DRUG$ was significantly more likely to be withdrawn than phenytoin.	REVIEWER 'S CONCLUSIONS : The results of this reexamination favour @DRUG$ over phenobarbitone , as @DRUG$ was significantly more likely to be withdraw than phenytoin .	REVIEWER 'S this : The over of CONCLUSIONS review favour @DRUG$ results phenobarbitone , as @DRUG$ was significantly more likely to be withdrawn than phenytoin .	REVIEWER 'S CONCLUSIONS The results of this review favour @DRUG$ over phenobarbitone , as @DRUG$ was more likely to be withdrawn than phenytoin .	@DRUG$ is more likely to be successful than phenobarbitone, and phenytoin is more likely to be successful than @DRUG$.	0
0	Dose-response and time course studies were performed in which control (no FM-VP4 treatment) and FM-VP4 (10-100 micro M) were @DRUG$-incubated with 50- micro M [3H]@DRUG$ micelles from 1 minute to 24 hours.	Dose-response and time course studies were execute in which control ( no FM - VP4 intervention ) and FM - VP4 ( 10 - hundred micro M ) were @DRUG$ - incubated with 50 - micro M [ 3H ] @DRUG$ micelles from  minute to 24 hours .	Dose-response and time course studies micro performed in which control ( were FM - VP4 treatment ) and 3H - VP4 1 10 - 100 micro M ) were @DRUG$ - incubated with 50 - no M [ FM ] @DRUG$ micelles from ( minute to 24 hours .	Dose-response and time course studies were performed in which control ( FM - VP4 ) and FM - VP4 ( 10 - 100 micro M ) @DRUG$ - incubated with 50 - micro M [ 3H ] @DRUG$ micelles from 1 minute to 24 hours .	The dose-response and time course studies showed that FM - VP4 interacted with @DRUG$ micelles, and that the interaction was concentration- and time-dependent.	1
0	This risk was defined @DRUG$ the ratio of adverse reactions to @DRUG$ versus other products, divided by the ratio of their relative use in the United States.	This risk was limit @DRUG$ the ratio of adverse reactions to @DRUG$ versus other products , separate by the ratio of their relative use in the United States .	This risk was the @DRUG$ relative ratio of adverse reactions to @DRUG$ versus other products , divided by defined ratio of their the use in the United States .	This risk defined @DRUG$ the ratio of adverse reactions to @DRUG$ versus other products , divided by the ratio of their relative use in the United States .	The risk of adverse reactions to @DRUG$ was found to be higher than the risk of adverse reactions to @DRUG$, when compared to the use of other products in the United States.	0
1	At 6 weeks, across-dose analyses showed that @DRUG$ 10 to 80 mg reduced LDL cholesterol by a mean of 8.2% more than atorvastatin 10 to 80 mg, 26% more than pravastatin 10 to 40 mg, and 12% to 18% more than @DRUG$ 10 to 80 mg (all p <0.001).	astatine sestet weeks , across-dose analyses showed that @DRUG$ 10 to 80 mg subdue LDL cholesterin by a mean of 8.2 % more than lipitor 10 to 80 mg , 26 % more than pravastatin 10 to 40 mg , and 12 % to 18 % more than @DRUG$ 10 to 80 mg ( all phosphorus < 0.001 ) .	At 6 weeks , % analyses showed that @DRUG$ 10 to 80 mg reduced LDL cholesterol by a mean of 8.2 across-dose than than 10 atorvastatin to 80 mg 80 26 % more more pravastatin 10 to 40 mg % and 12 % to 18 , more than @DRUG$ 10 to , mg ( all p < 0.001 ) .	At 6 weeks , across-dose analyses showed @DRUG$ 10 to 80 mg reduced LDL cholesterol by a mean of 8.2 % more than 10 to 80 mg , 26 % more pravastatin to 40 mg , and 12 % to 18 % more than @DRUG$ 10 80 mg ( p < 0.001 ) .	At 6 weeks, @DRUG$ was more effective than atorvastatin, pravastatin, and @DRUG$ at reducing LDL cholesterol levels.	0
0	BACKGROUND: Once-daily (QD) ritonavir 100 mg-boosted fosamprenavir 1400 @DRUG$ (FPV/r100) or @DRUG$ 300 mg (ATV/r100), plus tenofovir/emtricitabine (TDF/FTC) 300 mg/200 mg, have not been compared as initial antiretroviral treatment.	background knowledge : Once-daily ( QD ) norvir c mg-boosted fosamprenavir 1400 @DRUG$ ( FPV / r100 ) or @DRUG$  mg ( ATV / r100 ) , addition tenofovir / emtricitabine ( TDF / FTC )  mg /200 mg , have not been compared as initial antiretroviral treatment .	BACKGROUND QD Once-daily ( : ) ritonavir 100 mg-boosted fosamprenavir ) @DRUG$ ( FPV / r100 ) or @DRUG$ 300 mg / ATV ( r100 ) , plus tenofovir / emtricitabine ( TDF / FTC as 300 mg /200 mg , have not been compared 1400 initial antiretroviral treatment .	BACKGROUND : Once-daily ( QD ) ritonavir 100 mg-boosted fosamprenavir 1400 @DRUG$ FPV / r100 ) or @DRUG$ mg ( / r100 ) , plus tenofovir / emtricitabine ( TDF / FTC ) 300 mg /200 mg , have not been compared as initial antiretroviral treatment .	BACKGROUND : @DRUG$ and @DRUG$ are two different drugs that have not been compared as initial antiretroviral treatment .	0
0	The synthesis of @DRUG$ from glutamate, cysteine, and @DRUG$ is catalyzed sequentially by two cytosolic enzymes, gamma-glutamylcysteine synthetase and GSH synthetase.	The synthesis of @DRUG$ from glutamate , cysteine , and @DRUG$ is catalyzed sequentially by deuce cytosolic enzyme , gamma-glutamylcysteine synthetase and GSH synthetase .	The synthesis of @DRUG$ from glutamate , cysteine , , @DRUG$ is catalyzed sequentially synthetase two cytosolic enzymes and gamma-glutamylcysteine by and GSH synthetase .	The synthesis of @DRUG$ glutamate , cysteine and @DRUG$ is catalyzed sequentially by two cytosolic , gamma-glutamylcysteine synthetase and synthetase .	@DRUG$ is synthesized from glutamate, cysteine, and @DRUG$. This synthesis is catalyzed sequentially by two cytosolic enzymes, gamma-glutamylcysteine synthetase and GSH synthetase.	0
0	A method for the simultaneous determination of prednisolone, @DRUG$ @DRUG$ and hydrocortisone has been established to monitor the serum levels of these three compounds in healthy volunteers following intramuscular administration of prednisolone acetate.	A method for the simultaneous determination of prednisolone , @DRUG$ @DRUG$ and hydrocortisone has been established to monitor the blood serum levels of these three compounds in healthy offer conform to intramuscular administration of prednisolone acetate .	A method for the simultaneous determination of prednisolone , @DRUG$ @DRUG$ and hydrocortisone has established been to acetate the serum levels of these three compounds in healthy volunteers of intramuscular administration following prednisolone monitor .	A method the simultaneous determination of prednisolone , @DRUG$ @DRUG$ and hydrocortisone has been established to monitor the levels of these three compounds in healthy volunteers following intramuscular administration of prednisolone	The method can be used to monitor the serum levels of prednisolone, @DRUG$, and hydrocortisone following administration of prednisolone acetate.	1
1	OBJECTIVE: To review the clinical microbiology and therapeutic use of @DRUG$, emphasizing comparative data between dirithromycin and the standard macrolide erythromycin, as well as clarithromycin and @DRUG$.	objective lens : To review the clinical microbiology and therapeutic use of @DRUG$ , emphasizing comparative data between dirithromycin and the standard macrolide pediamycin , as comfortably as clarithromycin and @DRUG$ .	, : To review the clinical microbiology and therapeutic use of @DRUG$ , emphasizing the data between dirithromycin and as standard macrolide erythromycin OBJECTIVE comparative well as clarithromycin and @DRUG$ .	OBJECTIVE To review clinical microbiology and therapeutic use of @DRUG$ , emphasizing comparative data between dirithromycin and the macrolide , as well as clarithromycin and @DRUG$ .	@DRUG$ is a clinical microbiology and therapeutic use of DRUGA, emphasizing comparative data between dirithromycin and the standard macrolide erythromycin, as well as clarithromycin and @DRUG$.	0
0	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either @DRUG$ (1 mg/kg i.p.) or @DRUG$ (1 mg/kg i.p.).	Aerosolized AMP elicited significant increases in Penh in sensitized black eye , and the effect was importantly attenuated by either @DRUG$ ( 1 milligram / kg i.p. ) or @DRUG$ ( 1 milligram / kg i.p. ) .	Aerosolized Penh elicited significant increases in sensitized in AMP mice , and the effect was ) attenuated by either @DRUG$ ( 1 mg / kg i.p. significantly or @DRUG$ ( 1 mg / kg i.p. ) .	Aerosolized AMP elicited significant increases Penh in sensitized mice the effect was significantly attenuated by either @DRUG$ ( 1 mg / kg i.p. ) or @DRUG$ ( 1 mg kg ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either @DRUG$ (1 mg/kg i.p.) or @DRUG$ (1 mg/kg i.p.).	0
0	METHODS: The authors conducted a multicenter, randomized, double-blind, controlled, parallel, three-arm study to test a defined combination of dextromethorphan hydrobromide (DM) and @DRUG$ sulfate (@DRUG$) (AVP-923) for the treatment of pseudobulbar affect in ALS.	METHODS : The authors conducted a multicenter , randomised , double - blind , master , parallel , three - arm hit the books to test a defined combination of dextromethorphan hydrobromide ( decimeter ) and @DRUG$ sulfate ( @DRUG$ ) ( AVP - 923 ) for the treatment of pseudobulbar bear upon in ALS .	METHODS - The authors conducted a to , randomized , double : blind , controlled , parallel , three ( arm study multicenter of a defined combination test dextromethorphan hydrobromide ( DM ) and ALS sulfate ( @DRUG$ ) - AVP - 923 ) for the treatment of pseudobulbar affect in @DRUG$ .	METHODS : The authors conducted a multicenter , randomized , double - , controlled , parallel , three - arm study to test combination hydrobromide ( DM ) and @DRUG$ sulfate ( @DRUG$ ) ( AVP - 923 ) the treatment of pseudobulbar affect in ALS .	The authors conducted a multicenter study to test a defined combination of dextromethorphan hydrobromide ( DM ) and @DRUG$ sulfate ( @DRUG$ ) ( AVP - 923 ) for the treatment of pseudobulbar affect in ALS .	0
0	A phase I dose-escalation trial of 2-deoxy-@DRUG$ alone or combined with @DRUG$ in patients with advanced solid tumors.	A phase I dose-escalation trial of 2 - deoxy - @DRUG$ unequalled or combined with @DRUG$ in patients with advanced solid tumor .	A phase I dose-escalation trial - 2 - deoxy of @DRUG$ alone or combined with @DRUG$ in patients with advanced solid tumors .	A phase I dose-escalation trial of 2 - deoxy - @DRUG$ alone or combined with @DRUG$ in patients with advanced solid tumors .	A phase I dose-escalation trial of 2 - deoxy - @DRUG$ alone or combined with @DRUG$ in patients with advanced solid tumors ."DRUGA is being tested in combination with DRUGB in a phase I dose-escalation trial in patients with advanced solid tumors	0
1	In conclusion, @DRUG$ generally has the same behavioral profile as typical tricyclic antidepressants, but it has somewhat different effects from imipramine and @DRUG$ since quinupramine has a potent central anticholinergic and a weak antimuricide effect.	In conclusion , @DRUG$ generally has the same behavioural profile as typical tricyclic antidepressants , but it has somewhat dissimilar effects from imipramine and @DRUG$ since quinupramine has a potent central anticholinergic and a watery antimuricide effect .	In conclusion , @DRUG$ generally has the profile behavioral has as typical tricyclic antidepressants a but it has somewhat different effects from imipramine and @DRUG$ since quinupramine same a potent central anticholinergic and , weak antimuricide effect .	In conclusion , @DRUG$ generally has the same behavioral profile as typical tricyclic antidepressants , but it has somewhat different effects from imipramine and @DRUG$ since quinupramine has potent central and a weak antimuricide effect .	@DRUG$ is similar to typical tricyclic antidepressants, but it has different effects from imipramine and @DRUG$ since quinupramine has a potent central anticholinergic and a weak antimuricide effect.	0
0	RESULTS: Both solvents proved toxic at the @DRUG$ levels of concentrations of 1:100 and 1:400 (@DRUG$>.05).	final result : Both solvent proved toxic at the @DRUG$ levels of concentrations of 1:100 and 1:400 ( @DRUG$ >.05 ) .	RESULTS : Both at proved >.05 solvents the @DRUG$ levels of concentrations of 1:100 and 1:400 ( @DRUG$ toxic ) .	RESULTS : Both proved at the @DRUG$ levels of concentrations of 1:100 and 1:400 ( @DRUG$ >.05 ) .	At the @DRUG$ levels of concentrations of 1:100 and 1:400, both solvents proved toxic ( @DRUG$ >.05 ).	0
0	Based on best available evidence, adverse event profile, and expert consensus, @DRUG$, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, candesartan, Petasites (butterbur), @DRUG$, coenzyme Q10, and magnesium citrate received a strong recommendation for use from the CHS.	Based on best available attest , adverse event profile , and expert consensus , @DRUG$ , propranolol , nadolol , metoprolol , amitriptyline , neurontin , candesartan , genus petasites ( petasites vulgaris ) , @DRUG$ , coenzyme Q10 , and atomic number  citrate received a strong recommendation for use from the CHS .	Based the best available evidence , adverse butterbur profile , and expert consensus , @DRUG$ , propranolol , use , metoprolol , amitriptyline , gabapentin ) candesartan , Petasites ( event , , @DRUG$ , coenzyme on , and magnesium citrate received a strong recommendation for nadolol from Q10 CHS .	Based on available evidence , profile , expert , @DRUG$ , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , candesartan , Petasites ( butterbur ) , @DRUG$ , coenzyme , and magnesium citrate received strong recommendation for use from the CHS .	Based on best available evidence and expert consensus, @DRUG$ is recommended for use along with @DRUG$.	0
0	@DRUG$ also underwent phase II metabolism, generating a @DRUG$ conjugate.	@DRUG$ also underwent stage II metabolism , generating a @DRUG$ conjugate .	@DRUG$ phase underwent also II metabolism , generating a @DRUG$ conjugate .	@DRUG$ also underwent phase II , generating a @DRUG$ conjugate .	@DRUG$ is converted into @DRUG$ in the body.	0
0	A rapid and sensitive immunochromatographic assay (ICA) based on competitive format was developed and validated for simultaneous detection of @DRUG$ (SM(2)), @DRUG$ (SDZ), and sulfaquinoxaline (SQX) in chicken breast muscle and egg samples.	A rapid and tender immunochromatographic assay ( ICA ) based on competitive initialize was developed and validated for simultaneous detection of @DRUG$ ( SM ( 2 ) ) , @DRUG$ ( SDZ ) , and sulfaquinoxaline ( SQX ) in chicken breast muscle and orchis sample .	A sensitive SQX rapid immunochromatographic assay ( ICA ) based on competitive format developed was and validated for ) detection of @DRUG$ ( SM ( 2 ) ) , @DRUG$ ( SDZ ) , and sulfaquinoxaline ( and simultaneous in chicken breast muscle and egg samples .	A and sensitive immunochromatographic ( ICA ) based on competitive format was developed and validated simultaneous detection of @DRUG$ ( SM ( 2 ) ) , @DRUG$ ( SDZ ) , and sulfaquinoxaline ( SQX in chicken breast and egg samples .	A rapid and sensitive immunochromatographic assay ( ICA ) based on competitive format was developed and validated for simultaneous detection of @DRUG$ ( SM ( 2 ) ) , @DRUG$ ( SDZ ) , and sulfaquinoxaline ( SQX ) in chicken breast muscle and egg samples	0
0	@DRUG$ (Troxatyl; BCH-4556; (-)-2'-deoxy-3'-oxacytadine) is the first synthetic @DRUG$-nucleoside enantiomer to demonstrate broad spectrum cytotoxic activity.	@DRUG$ ( Troxatyl ; BCH -4556 ; (-)-2'- deoxy-3'-oxacytadine ) is the first synthetic @DRUG$ - nucleoside enantiomer to prove panoptic spectrum cytotoxic activity .	@DRUG$ ( Troxatyl ; BCH -4556 synthetic (-)-2'- deoxy-3'-oxacytadine ) is the first ; @DRUG$ - nucleoside enantiomer to activity broad spectrum cytotoxic demonstrate .	@DRUG$ ( Troxatyl ; BCH -4556 ; (-)-2'- ) is the first synthetic @DRUG$ - nucleoside enantiomer to demonstrate broad spectrum cytotoxic activity .	@DRUG$ is a synthetic drug that has been found to be cytotoxic (toxic to cells) against a broad range of cells, while @DRUG$ is the natural form of the drug.	0
0	However, there is growing evidence that the @DRUG$ (OT)/@DRUG$ system can modulate some the effects of MDMA.	even so , there is growing evidence that the @DRUG$ ( OT ) / @DRUG$ system can modulate some the outcome of MDMA .	However , there is growing of that effects @DRUG$ ( OT ) / @DRUG$ system can modulate some the the evidence MDMA .	However , there is growing that the @DRUG$ ( OT ) / @DRUG$ system modulate some the effects of MDMA .	However, it seems that @DRUG$ (OT) can affect some of the effects of MDMA.	1
1	DATA SYNTHESIS: @DRUG$ inhibits the re-uptake of @DRUG$ and dopamine neurotransmission without any significant direct effects on serotonin neurotransmission.	DATA SYNTHESIS : @DRUG$ inhibits the re-uptake of @DRUG$ and dopamine neurotransmission without any important direct effectuate on serotonin neurotransmission .	DATA : SYNTHESIS @DRUG$ inhibits the re-uptake of @DRUG$ and any neurotransmission without dopamine significant direct effects on serotonin neurotransmission .	DATA SYNTHESIS : @DRUG$ inhibits the re-uptake of @DRUG$ and dopamine neurotransmission without any significant direct effects on serotonin neurotransmission .	@DRUG$ inhibits the re-uptake of @DRUG$ and dopamine neurotransmission without any significant direct effects on serotonin neurotransmission .	0
1	METHODS: Healthy volunteers (n = 12) were treated in a crossover manner with 100 mg daily @DRUG$ or with 800 mg daily @DRUG$.	METHODS : Healthy voluntary ( north = 12 ) were treated in a crossover manner with 100 mg daily @DRUG$ or with 800 mg daily @DRUG$ .	METHODS : 100 or ( n = 12 ) were treated in a crossover manner with Healthy mg daily @DRUG$ volunteers with 800 mg daily @DRUG$ .	METHODS : Healthy volunteers ( n = 12 ) were treated in a crossover with 100 mg @DRUG$ or 800 mg daily @DRUG$ .	@DRUG$ was found to be safe and well tolerated at a dose of 100 mg daily. @DRUG$ was found to be safe and well tolerated at a dose of 800 mg daily.	0
0	Incubation of splenocytes with NAc-@DRUG$ (0.6 to 1.0 mM) resulted in significant changes in intracellular reduced and total @DRUG$ (92% and 58% increase, respectively) at 96 h.	Incubation of splenocytes with NAc- @DRUG$ ( 0.6 to 1.0 mM ) resulted in significant changes in intracellular deoxidise and total @DRUG$ ( 92 % and 58 % gain , respectively ) at  h.	Incubation of splenocytes with NAc- @DRUG$ ( 0.6 to 1.0 mM ) resulted reduced significant changes in intracellular in and total @DRUG$ ( 92 % and 58 % increase , at ) respectively 96 h.	Incubation of splenocytes NAc- @DRUG$ ( 0.6 to 1.0 mM ) resulted in changes in intracellular reduced and total @DRUG$ ( 92 % 58 % increase respectively ) at 96 h.	When splenocytes are incubated with NAc- @DRUG$, there is a significant increase in intracellular reduced and total @DRUG$.	0
0	In both the treatment of edema and @DRUG$ an antihypertensive agent, indapamide appears to be comparable to @DRUG$, chlorthalidone and furosemide and seems to have no clinically important advantage over these agents.	indium both the treatment of edema and @DRUG$ an antihypertensive drug federal agent , indapamide appears to be comparable to @DRUG$ , chlorthalidone and furosemide and seems to have no clinically important advantage over these agents .	In over the treatment of edema and @DRUG$ be antihypertensive agent , indapamide appears to an comparable to @DRUG$ , chlorthalidone and furosemide and seems have to no clinically important advantage both these agents .	In both the treatment of edema and @DRUG$ an antihypertensive agent indapamide appears to be comparable @DRUG$ , chlorthalidone and furosemide and seems to have clinically important advantage over agents .	@DRUG$ is comparable to @DRUG$ in the treatment of edema, and it seems to have no clinically important advantage over these agents.	0
1	Cytotoxic effects of @DRUG$ were evident in comparison with the effects of @DRUG$ or meloxicam.	cytotoxic effects of @DRUG$ were evident in comparison with the effects of @DRUG$ or meloxicam .	of effects Cytotoxic @DRUG$ were evident in comparison with the effects of @DRUG$ or meloxicam .	Cytotoxic effects of @DRUG$ were evident in comparison with the effects of @DRUG$ or meloxicam .	Cytotoxic effects of @DRUG$ were more evident than the effects of @DRUG$ or meloxicam .	0
0	The rechallenge-induced cystoid macular edema once again resolved after cessation of @DRUG$ and retreatment with @DRUG$ eye drops.	The rechallenge- induced cystoid macular hydrops once again resolved after cessation of @DRUG$ and retreatment with @DRUG$ eyeball drops .	The rechallenge- induced edema cystoid macular once again resolved after cessation of @DRUG$ and retreatment with @DRUG$ eye drops .	The rechallenge- induced cystoid macular edema once again resolved after cessation of @DRUG$ and retreatment with @DRUG$ drops .	When @DRUG$ is used, it can sometimes cause a condition called cystoid macular edema. This condition can be treated with @DRUG$ eye drops.	0
0	@DRUG$ an electron donor, @DRUG$ is a potent water-soluble antioxidant in humans.	@DRUG$ an negatron donor , @DRUG$ is a potent water - soluble antioxidant in humans .	@DRUG$ an electron donor , @DRUG$ is a potent soluble - water antioxidant in humans .	@DRUG$ an electron donor , @DRUG$ is a potent water soluble antioxidant in humans .	@DRUG$ is an electron donor that helps to protect @DRUG$ from being oxidized and destroyed.	0
0	@DRUG$ in sucrose: safer intravenous @DRUG$ therapy than iron dextrans.	@DRUG$ in sucrose : safe intravenous @DRUG$ therapy than iron dextrans .	@DRUG$ in : sucrose safer intravenous @DRUG$ therapy than iron dextrans .	@DRUG$ in sucrose : safer intravenous @DRUG$ therapy than iron dextrans .	@DRUG$ is safer to use as an intravenous drug than iron dextrans.	1
0	In a comparative study in patients with mild to moderate hypertension, the efficacy and safety of @DRUG$ 30 @DRUG$ od (with an up-titration to 60 mg od after 4 weeks in non-responder patients) was compared with enalapril 20 mg od (with an up-titration to 40 mg od after 4 weeks in nonresponders) during 12 weeks of treatment.	In a comparative degree meditate in patients with mild to moderationist hypertension , the efficacy and safety of @DRUG$ 30 @DRUG$ od ( with an up-titration to 60 atomic number  od after 4 hebdomad in non-responder patients ) was compared with enalapril 20 atomic number  od ( with an up-titration to twoscore atomic number  od after 4 hebdomad in nonresponders ) during 12 hebdomad of treatment .	In a comparative with in 4 after mild to moderate hypertension , up-titration efficacy and safety in @DRUG$ 30 @DRUG$ od ( with an up-titration to 60 mg od after 4 weeks of non-responder patients ) was compared with enalapril 20 mg od ( with an the to 40 mg od study patients weeks in nonresponders ) 12 during weeks of treatment .	In a comparative study in patients mild to moderate hypertension , the and safety of @DRUG$ 30 @DRUG$ od ( with an up-titration to 60 mg od 4 weeks in non-responder patients ) was compared with enalapril 20 od ( with an up-titration to 40 mg od after 4 weeks in nonresponders ) during 12 weeks of treatment .	@DRUG$ is more effective and safer than enalapril in patients with mild to moderate hypertension.	1
1	These data suggest that 4-MAX is a potent @DRUG$ releaser, which decreases tryptophan hydroxylase activity in a manner similar to other @DRUG$-related drugs.	These data evoke that quadruplet - MAX is a potent @DRUG$ releaser , which decreases tryptophan hydroxylase activity in a manner similar to other @DRUG$ - related drugs .	These data suggest that 4 - - is a potent @DRUG$ releaser , to decreases tryptophan hydroxylase activity in a manner similar which other @DRUG$ MAX related drugs .	These data suggest that 4 - a potent @DRUG$ releaser , which decreases tryptophan hydroxylase activity in a manner similar to other @DRUG$ - related drugs .	@DRUG$ is a drug that releases @DRUG$, which in turn decreases the activity of an enzyme that is responsible for producing serotonin.	0
0	In the guinea pig ureter, substance P-(SP) and calcitonin gene-related peptide-(@DRUG$) like immunoreactivity (LI) were depleted by systemic @DRUG$ pretreatment, indicating that they are entirely stored in peripheral endings of primary afferent neurons.	inch the wop pig ureter , substance phosphorus -( SP ) and calcitonin gene-related peptide -( @DRUG$ ) like immunoreactivity ( LI ) were depleted by systemic @DRUG$ pretreatment , indicating that they are entirely stored in peripheral endings of primary sensory nerve neurons .	In the guinea ) ureter , substance P -( gene-related ) and calcitonin SP peptide -( @DRUG$ pig immunoreactivity like ( neurons ) were depleted by systemic @DRUG$ pretreatment , indicating that they are entirely stored in peripheral endings of primary afferent LI .	In the guinea pig ureter , substance P -( SP ) and calcitonin gene-related peptide -( @DRUG$ ) like ( LI ) were depleted by systemic @DRUG$ pretreatment , indicating they are entirely stored in peripheral endings of primary afferent neurons	@DRUG$ is stored in peripheral endings of primary afferent neurons, and @DRUG$ pretreatment depleted SP and calcitonin gene-related peptide (DRUGA) LI in the guinea pig ureter.	0
1	Psychostimulants (e.g. methylphenidate and @DRUG$, which are potent inhibitors of the @DRUG$ transporter) are the first choice medication for ADHD and have a good acute efficacy and safety profile when used for this disorder.	Psychostimulants ( e.g. methylphenidate and @DRUG$ , which are potent inhibitors of the @DRUG$ transporter ) are the get go choice medication for ADHD and have a good acute efficaciousness and safety profile when victimised for this disorder .	Psychostimulants ( , methylphenidate and @DRUG$ e.g. which are potent inhibitors of the @DRUG$ transporter ) are the first when medication for ADHD and have a good acute efficacy and this profile choice used for safety disorder .	Psychostimulants ( methylphenidate and @DRUG$ , which are potent inhibitors of the @DRUG$ transporter ) are the first choice for and have a efficacy and safety profile when used for this disorder .	Methylphenidate (@DRUG$) is a potent inhibitor of the @DRUG$ transporter, and is the first choice medication for ADHD.	0
0	The crystal structure of the active sulfo-form of @DRUG$ @DRUG$ dehydrogenase complexed with TEI-6720 and determined at 2.8-A resolution revealed the inhibitor molecule bound in a long, narrow channel leading to the molybdenum-pterin active site of the enzyme.	The crystal structure of the active sulfo-form of @DRUG$ @DRUG$ dehydrogenase complexed with TEI - 6720 and determined at 2.8- A resolution revealed the inhibitor mote bound in a foresighted , narrow down channel stellar to the molybdenum -pterin active site of the enzyme .	The crystal structure of the determined and of @DRUG$ @DRUG$ dehydrogenase complexed with TEI - 6720 sulfo-form active at 2.8- A resolution revealed the inhibitor molecule leading in a long , narrow channel bound to the molybdenum enzyme active site of the -pterin .	The crystal structure of the active sulfo-form of @DRUG$ @DRUG$ dehydrogenase complexed with TEI - 6720 and determined at 2.8- A revealed the inhibitor molecule bound in long , narrow channel leading to the molybdenum -pterin active site of the enzyme .	The crystal structure of the active sulfo-form of @DRUG$ @DRUG$ dehydrogenase complexed with TEI - 6720 and determined at 2.8- A resolution revealed the inhibitor molecule bound in a long , narrow channel leading to the molybdenum -pterin active	0
1	Significant drug interactions have been demonstrated for aspirin (acetylsalicylic acid), lithium, @DRUG$, methotrexate, @DRUG$, cholestyramine and colestipol.	Significant dose interactions have been demonstrated for aspirin ( acetylsalicylic acid ) , lithium , @DRUG$ , methotrexate sodium , @DRUG$ , cholestyramine and colestipol .	Significant drug interactions have been acetylsalicylic for aspirin ( demonstrated colestipol ) , lithium , @DRUG$ , methotrexate , @DRUG$ , cholestyramine and acid .	Significant drug interactions have demonstrated for aspirin ( acetylsalicylic acid ) , lithium , @DRUG$ , , @DRUG$ , cholestyramine and colestipol	Drug interactions between aspirin and lithium have been shown to be significant, as have those between @DRUG$ and methotrexate. The interactions between cholestyramine and colestipol have also been found to be significant.	1
0	@DRUG$ 300 @DRUG$ was significantly effective than 150 mg on decreasing the total per cent time with pH<4, total time with pH<4 and DeMeester score.	@DRUG$ 300 @DRUG$ was significantly effective than 150 mg on decreasing the total per penny clock with pH<4 , total clock with pH< 4 and DeMeester score .	@DRUG$ pH< @DRUG$ was significantly 4 than 150 mg on decreasing the total per cent time with pH<4 , total time with 300 effective and DeMeester score .	@DRUG$ 300 @DRUG$ was significantly effective than 150 mg decreasing the total per cent time with pH<4 , time with pH< 4 and score .	@DRUG$ 300 @DRUG$ was more effective than 150 mg on decreasing the total per cent time with pH<4, total time with pH< 4 and DeMeester score.	0
1	Drug interactions observed with bosentan DDI studies have demonstrated a potential for significant clinical implications during @DRUG$ management: bosentan is contraindicated with @DRUG$ A and glyburide, and additional monitoring/dose adjustments are required when coadministered with hormonal contraceptives, simvastatin, lopinavir/ritonavir, and rifampicin.	Drug interactions observed with bosentan DDI canvas have demonstrated a potential for significant clinical implications during @DRUG$ management : bosentan is contraindicated with @DRUG$ A and micronase , and extra monitoring / dose adjustments are demand when coadministered with hormonal preventive , simvastatin , lopinavir / ritonavir , and rifampicin .	Drug / observed are bosentan DDI studies have demonstrated a potential for significant clinical implications hormonal @DRUG$ management : bosentan is contraindicated with @DRUG$ A and glyburide , and additional monitoring contraceptives dose adjustments with required when coadministered with during / , simvastatin , lopinavir interactions ritonavir , and rifampicin .	Drug interactions with bosentan DDI studies have demonstrated a potential for significant clinical implications during @DRUG$ management : bosentan is contraindicated with @DRUG$ A and glyburide , and additional monitoring / dose adjustments are required when coadministered with hormonal , simvastatin , lopinavir / , and rifampicin	Drug interactions observed with bosentan DDI studies have demonstrated a potential for significant clinical implications during @DRUG$ management. Bosentan is contraindicated with @DRUG$ A and glyburide, and additional monitoring / dose adjustments are required when coadministered with hormonal contraceptives, simv	0
0	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, @DRUG$, tipranavir and @DRUG$; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , zdv ) was first base described as an inhibitor of human immunodeficiency virus replication , 25 anti-HIV drugs have been formally approved for clinical habituate in the treatment of human immunodeficiency virus infections : seven nucleoside reverse rna polymerase inhibitor ( NRTIs ) : zidovudine , didanosine , ddc , stavudine , tc , abacavir and emtricitabine ; unmatchable nucleotide reverse rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug mannikin : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse rna polymerase inhibitor ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten spot proteinase inhibitor ( PIs ) : saquinavir , norvir , crixivan , viracept , amprenavir , lopinavir , atazanavir , @DRUG$ , tipranavir and @DRUG$ ; unmatchable unification inhibitor ( FI ) : enfuvirtide ; unmatchable co-receptor inhibitor ( CRI ) : maraviroc and unmatchable integrase inhibitor ( INI ) : raltegravir .	Within , years after indinavir ( 3 ' - : - 2',3'- dideoxythymidine , AZT ) was first described clinical an inhibitor of HIV replication , 25 enfuvirtide tenofovir have been formally approved for as use in the treatment anti-HIV of infections : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : ten , ( , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor didanosine NtRTI ) azido ; drugs in its oral prodrug form : ( disoproxil fumarate [ TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; zidovudine protease inhibitors ( PIs ) : saquinavir 25 ritonavir , zidovudine , nelfinavir , amprenavir , lopinavir , atazanavir , @DRUG$ , tipranavir and @DRUG$ ( one fusion inhibitor ( FI HIV : ) ; one co-receptor inhibitor tenofovir ) ) : maraviroc and one integrase inhibitor ( INI CRI : raltegravir .	25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections : nucleoside reverse inhibitors ( NRTIs ) zidovudine , didanosine , zalcitabine , , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its prodrug form : tenofovir disoproxil ( TDF ) ] ; non-nucleoside reverse transcriptase inhibitors NNRTIs ) : nevirapine , delavirdine efavirenz and etravirine ten protease inhibitors PIs ) : saquinavir , ritonavir , , nelfinavir amprenavir , lopinavir , atazanavir , @DRUG$ , tipranavir and @DRUG$ ; one fusion inhibitor ( FI ) : enfuvirtide ; one inhibitor : and one integrase inhibitor INI ) : raltegravir .	There are currently 26 drugs approved for the treatment of HIV infections, 25 of which are anti-HIV drugs and one of which is a co-receptor inhibitor. The 25 anti-HIV drugs are divided into seven nucleoside reverse transcriptase inhibitors (NRTIs), one nucleotide	1
0	The susceptibilities of clinical @DRUG$-intermediate Staphylococcus aureus (VISA), heterogeneous VISA, and laboratory-generated @DRUG$-resistant S. aureus strains to the new oxazolidinone AZD2563 were assessed by agar dilution MIC determination.	The susceptibilities of clinical @DRUG$ - intermediate Staphylococcus aureus ( VISA ) , heterogeneous VISA , and research lab - generated @DRUG$ - resistant S. aureus strains to the young oxazolidinone AZD2563 were assessed by agar dilution MIC purpose .	by susceptibilities of laboratory @DRUG$ - intermediate Staphylococcus aureus ( VISA ) , heterogeneous VISA , and AZD2563 - generated @DRUG$ - resistant S. aureus strains to the new oxazolidinone clinical were assessed The agar dilution MIC determination .	The susceptibilities of clinical @DRUG$ - intermediate Staphylococcus aureus ( VISA ) , heterogeneous VISA , and laboratory generated @DRUG$ - resistant S. aureus strains to the AZD2563 assessed agar dilution MIC .	The susceptibilities of clinical @DRUG$ - intermediate Staphylococcus aureus ( VISA ) , heterogeneous VISA , and laboratory - generated @DRUG$ - resistant S. aureus strains to the new oxazolidinone AZD2563 were assessed by agar	0
1	At present, in addition to @DRUG$ and vardenafil, there are three other drugs, @DRUG$, avanafil and mirodenafil, marketed in some countries which appear to be promising.	At introduce , in addition to @DRUG$ and vardenafil , there are  other drugs , @DRUG$ , avanafil and mirodenafil , commercialize in some countries which appear to be promising .	At present to in addition , @DRUG$ and vardenafil to there are marketed other drugs , @DRUG$ , avanafil and mirodenafil , three in some countries which appear , be promising .	At present , in addition to @DRUG$ and vardenafil , there are three other drugs , @DRUG$ , avanafil and mirodenafil , marketed in some countries which appear to be promising	At present, there are four drugs marketed in some countries which appear to be promising: @DRUG$, vardenafil, avanafil, and mirodenafil.	1
0	Sows were assigned by random allotment to one of the following treatments on Day 112 of gestation: Group A, control (0 @DRUG$ luprostiol); Group B (1.88 mg luprostiol); Group C (3.75 mg luprostiol); Group @DRUG$ (7.5 mg luprostiol); Group E (15 mg luprostiol); Group F (10 mg lutalyse).	seed were portion by random allotment to one of the following discourse on Day 112 of gestation : Group A , control ( 0 @DRUG$ luprostiol ) ; Group bel ( 1.88 mg luprostiol ) ; Group C ( 3.75 mg luprostiol ) ; Group @DRUG$ ( 7.5 mg luprostiol ) ; Group east ( 15 mg luprostiol ) ; Group fluorine ( 10 mg lutalyse ) .	Sows were assigned to random allotment ) one of the following treatments on Day 112 of gestation : Group A , control ( 0 @DRUG$ luprostiol ) ; Group B ( 1.88 mg luprostiol ) ; Group C ( 3.75 15 luprostiol mg ; Group @DRUG$ ( 7.5 mg luprostiol ) ; Group E ( luprostiol mg mg ) ; Group F ( 10 by lutalyse ) .	Sows were assigned by random allotment to one of the following treatments on of gestation : Group A , control 0 @DRUG$ luprostiol ) ; Group B ( 1.88 mg luprostiol ) ; Group C ( 3.75 mg luprostiol ) ; Group @DRUG$ ( 7.5 mg luprostiol ) ; Group E ( mg luprostiol ) ; Group F ( 10 mg lutalyse ) .	Group A, control (0 @DRUG$ luprostiol); Group B (1.88 mg luprostiol); Group C (3.75 mg luprostiol); Group @DRUG$ (7.5 mg luprostiol); Group E (15 mg luprost	0
1	The addition of M40403 to @DRUG$-treated cultures significantly increased OHC and IHC survival in a dose-dependent manner, whereas M40403 failed to protect hair cells in @DRUG$-treated cultures at any dose.	The addition of M40403 to @DRUG$ - treated cultures importantly increased OHC and IHC selection in a dose-dependent manner , whereas M40403 failed to protect hair cells in @DRUG$ - treated cultures at any battery acid .	The addition of M40403 at @DRUG$ - treated cultures significantly increased OHC and whereas survival manner a dose-dependent in , IHC M40403 failed to protect hair cells in @DRUG$ - treated cultures to any dose .	The addition of M40403 to @DRUG$ - treated cultures increased OHC and IHC survival in a dose-dependent , whereas M40403 failed protect hair cells in @DRUG$ - treated cultures at any dose .	M40403 significantly increased OHC and IHC survival in a dose-dependent manner when added to @DRUG$-treated cultures, but failed to protect hair cells in @DRUG$-treated cultures at any dose.	0
0	Two of these metabolites have been positively identified @DRUG$ N-desmethyltamoxifen (X) and a side-chain primary @DRUG$ (Y).	 of these metabolites have been positively identified @DRUG$ N-desmethyltamoxifen ( X ) and a side-chain elementary @DRUG$ ( Y ) .	Two been these metabolites have positively of identified @DRUG$ N-desmethyltamoxifen ( X ) and a side-chain primary @DRUG$ ( Y ) .	Two of these metabolites have been positively @DRUG$ N-desmethyltamoxifen ( X ) and a side-chain @DRUG$ ( Y ) .	@DRUG$ is the primary metabolite of tamoxifen, and @DRUG$ is a side-chain primary metabolite.	0
0	PURPOSE: To evaluate the impact of alanyl-@DRUG$ (Ala-Gln)-supplemented parenteral nutrition (PN) on clinical safety, nitrogen @DRUG$, intestinal permeability, and clinical outcome in postoperative patients.	intent : To valuate the impact of alanyl - @DRUG$ ( Ala - Gln ) - add on parenteral nutrition ( PN ) on clinical safety , nitrogen @DRUG$ , intestinal permeability , and clinical outcome in postoperative patients .	PURPOSE : To evaluate the impact of alanyl - @DRUG$ ( Ala - PN ) - supplemented parenteral nutrition ( Gln ) and clinical safety , nitrogen @DRUG$ , intestinal permeability , clinical on outcome in postoperative patients .	PURPOSE : To evaluate the impact of alanyl - @DRUG$ ( Ala - Gln - supplemented parenteral nutrition ( PN on clinical safety , nitrogen @DRUG$ intestinal permeability , and clinical outcome in postoperative patients .	The purpose of this study was to evaluate the impact of alanyl-@DRUG$ (Ala-Gln) supplemented parenteral nutrition on clinical safety, nitrogen @DRUG$, intestinal permeability, and clinical outcome in postoperative patients.	0
0	Methylphenidate metabolism, measured as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and as l-methylphenidate AUCinf to @DRUG$-@DRUG$ AUCinf, was similar for the three dose groups, indicating that methylphenidate metabolism was not affected by increasing dose.	methylphenidate metabolism , metric as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and as l-methylphenidate AUCinf to @DRUG$ - @DRUG$ AUCinf , was standardised for the three dose groups , indicating that methylphenidate metabolism was not bear on by increasing dose .	Methylphenidate metabolism , measured as the ratio of and AUCinf to d-PPA AUCinf d-methylphenidate as l-methylphenidate AUCinf dose @DRUG$ - @DRUG$ AUCinf , similar was for the affected to groups , indicating that methylphenidate metabolism was not three by increasing dose .	Methylphenidate metabolism , measured as the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and as l-methylphenidate AUCinf to @DRUG$ - @DRUG$ AUCinf , similar for the three dose groups , indicating that was .	Methylphenidate metabolism was not affected by increasing dose.	1
1	Plasma protein binding is variable with valproate (90%), clobazam (85%) and clonazepam (86%) showing substantial binding, lamotrigine (55%) and @DRUG$ (50%) intermediate binding, and @DRUG$ (0%), ethosuximide (0%) and topiramate (10%) being minimally bound.	Plasma protein binding is variable star with valproate ( 90 % ) , clobazam ( lxxxv % ) and clonazepam ( 86 % ) render substantial binding , lamotrigine ( fifty five % ) and @DRUG$ (  % ) average binding , and @DRUG$ ( 0 % ) , ethosuximide ( 0 % ) and topiramate ( 10 % ) being minimally bound .	Plasma with binding is variable protein valproate ( 90 % ) , clobazam ( 85 % ) and clonazepam ( ) % being showing ) binding , lamotrigine % 55 % ) and @DRUG$ ( 50 ) ) intermediate binding , and @DRUG$ ( 0 % ) , ethosuximide ( 0 % 86 and topiramate ( 10 % substantial ( minimally bound .	Plasma protein binding is variable with valproate ( 90 % ) , clobazam ( 85 % ) and clonazepam ( 86 % substantial binding , lamotrigine ( 55 % ) and @DRUG$ ( 50 % ) binding , and @DRUG$ ( 0 % ) , ethosuximide ( 0 % ) and topiramate ( 10 % being minimally bound .	@DRUG$ is minimally bound to plasma proteins, while @DRUG$ is not bound at all.	0
0	Guidelines for Fab fragment administration in children include (i) dilution to a final Fab concentration of 10 g/@DRUG$ in either 5% (w/v) @DRUG$ or 0.9% (w/v) sodium chloride; (ii) infusion through a 0.22 microm filter; (iii) administration of the total dose over a minimum of 30 minutes; and (iv) avoiding coadministration of other drugs and/or electrolyte solutions.	guideline for fabulous fragment administration in children include ( i ) dilution to a final examination fabulous absorption of 10 g/@DRUG$ in either 5 % ( w/ v ) @DRUG$ or 0.9 % ( w/v ) sodium chloride ; ( ii ) infusion through a 0.22 microm filter ; ( tercet ) administration of the total dose over a minimal of 30 bit ; and ( iv ) avoiding coadministration of other drugs and / or electrolyte solutions .	i for Fab fragment iv in either include ( Guidelines ) dilution to of final Fab concentration of 10 g/@DRUG$ dose children 5 % ( w/ v ) @DRUG$ or 0.9 % ( w/v ) sodium chloride ; ( ii ) infusion through a 0.22 ( filter ; microm iii ) administration of the total in over a minimum of 30 minutes ; and solutions administration ) avoiding coadministration a other drugs and / or electrolyte ( .	Guidelines for Fab fragment administration in children include ( i ) dilution to a final Fab concentration 10 g/@DRUG$ in either 5 % ( w/ v @DRUG$ or 0.9 % ( w/v ) sodium chloride ; ii through a 0.22 microm filter ( iii ) administration of the total dose over a minimum of 30 minutes ; and ( iv ) avoiding coadministration of other drugs and / or electrolyte solutions .	Guidelines for Fab fragment administration in children include ( i ) dilution to a final Fab concentration of 10 g/@DRUG$ in either 5 % ( w/ v ) @DRUG$ or 0.9 % ( w/v ) sodium chloride ; ( ii ) infusion through a 0.22	0
1	RESULTS: Of the 31 antipsychotics examined, the older traditional antipsychotics such as trifluperazine, pimozide, @DRUG$, fluphenazine, haloperidol, and flupenthixol bind more tightly than dopamine itself to the dopamine D2 receptor, with dissociation constants that are lower than that for @DRUG$.	outcome : Of the 31 antipsychotics analyse , the older traditional antipsychotics such as trifluperazine , pimozide , @DRUG$ , fluphenazine , haldol , and flupenthixol bind more tightly than dopamine itself to the dopamine D2 receptor , with disassociation constants that are lower than that for @DRUG$ .	RESULTS : Of the 31 antipsychotics examined , the dissociation traditional antipsychotics such as trifluperazine , than , @DRUG$ , fluphenazine , haloperidol older and flupenthixol bind more tightly pimozide dopamine itself than the dopamine D2 receptor , with , constants that are lower to that for @DRUG$ .	: Of the 31 antipsychotics examined , the older traditional antipsychotics such as trifluperazine , pimozide , @DRUG$ , fluphenazine , haloperidol , and flupenthixol bind more tightly than dopamine to the dopamine D2 receptor , with dissociation constants are lower than that for @DRUG$ .	The older traditional antipsychotics such as trifluperazine, pimozide, @DRUG$, fluphenazine, haloperidol, and flupenthixol bind more tightly than dopamine itself to the dopamine D2 receptor, with dissociation constants that are lower than that	1
0	Ocaperidone completely blocked the dopamine agonist behavior at slightly higher doses (0.064 mg/kg) and was, thereby, more potent and efficacious than @DRUG$ (0.097-0.13 @DRUG$/kg) and risperidone (0.59-1.17 mg/kg).	Ocaperidone completely blocked the intropin agonist behavior at slightly high doses ( 0.064 magnesium / kilo ) and was , thereby , more potent and efficacious than @DRUG$ ( 0.097-0.13 @DRUG$ / kilo ) and risperidone ( 0.59 - 1.17 magnesium / kilo ) .	Ocaperidone completely blocked potent dopamine agonist behavior at slightly 0.097-0.13 doses ( 0.064 mg / kg 1.17 and was , thereby , more the and efficacious than @DRUG$ ( higher @DRUG$ / kg ) and risperidone ( 0.59 ) - mg / kg ) .	Ocaperidone completely blocked the dopamine agonist behavior at slightly higher doses ( mg / kg ) and was , thereby more potent and efficacious than @DRUG$ ( 0.097-0.13 @DRUG$ / ) and risperidone ( 0.59 - mg / kg ) .	Ocaperidone completely blocked the dopamine agonist behavior at slightly higher doses ( 0.064 mg / kg ) and was more potent and efficacious than @DRUG$ ( 0.097-0.13 @DRUG$ / kg ) and risperidone ( 0.59	0
0	The maximum serum concentration (Cmax) after intramuscular and oral administration were 1.03 and 0.55 mu/ml for @DRUG$ and 2.92 and 1.24 mu/ml for @DRUG$ attained at 0.8 and 2.43 and 0.55 and 1.27 hours for danofloxacin and ciprofloxacin respectively.	The maximum blood serum concentration ( Cmax ) after intramuscular and oral administration were 1.03 and 0.55 mu / ml for @DRUG$ and 2.92 and 1.24 mu / ml for @DRUG$ chance on at 0.8 and 2.43 and 0.55 and 1.27 hr for danofloxacin and cipro respectively .	The for serum ml ( Cmax ) after intramuscular and oral administration were 1.03 and and mu / respectively for @DRUG$ and 2.92 and 1.24 mu / ml maximum @DRUG$ attained at 0.8 0.55 2.43 and 0.55 and 1.27 hours for danofloxacin and ciprofloxacin concentration .	The maximum serum concentration ( Cmax ) intramuscular and oral administration were 1.03 and 0.55 mu / ml @DRUG$ and 2.92 and 1.24 mu / ml for @DRUG$ attained at 0.8 and 2.43 and 0.55 and 1.27 hours danofloxacin and ciprofloxacin respectively .	The maximum serum concentration ( Cmax ) after intramuscular and oral administration were 1.03 and 0.55 mu / ml for @DRUG$ and 2.92 and 1.24 mu / ml for @DRUG$ attained at 0.8 and 2.43 and 0.55 and	0
0	Counterirritants such @DRUG$ l-menthol, methyl salicylate, camphor, @DRUG$ and capsaicin are widely used in the treatment of mild pains and itches by topical application.	counterirritant such @DRUG$ l-menthol , methyl salicylate , camphor , @DRUG$ and capsaicin are widely used in the treatment of mild pains and scratch by topical application .	Counterirritants used @DRUG$ l-menthol itches methyl salicylate , camphor , @DRUG$ and capsaicin are widely such in the treatment of mild pains and , by topical application .	Counterirritants such @DRUG$ l-menthol methyl , camphor , @DRUG$ capsaicin are widely the treatment of mild pains and itches by application .	Counterirritants such as l-menthol, methyl salicylate, camphor, capsaicin are widely used in the treatment of mild pains and itches by topical application.	1
0	The Michaelis-Menten parameters Vmax and KM,app for norethisterone, @DRUG$, gestodene, desogestrel, 3-keto-desogestrel, norgestimate, and @DRUG$ were determined in in vitro incubations with human liver microsomes.	The Michaelis-Menten parameters Vmax and KM , app for norethisterone , @DRUG$ , gestodene , desogestrel , leash - keto- desogestrel , norgestimate , and @DRUG$ were determined in in vitro incubations with homo liver colored microsomes .	The Michaelis-Menten parameters Vmax and KM , app for norethisterone , @DRUG$ , determined , , , 3 - keto- desogestrel , norgestimate desogestrel and @DRUG$ were vitro in in gestodene incubations with human liver microsomes .	The parameters Vmax and KM , for norethisterone , @DRUG$ , gestodene , desogestrel 3 - keto- desogestrel , norgestimate , and @DRUG$ were determined in in vitro incubations with human liver microsomes .	The maximum velocity (Vmax) and the Michaelis-Menten constant (KM) of norethisterone, @DRUG$, gestodene, desogestrel, 3-keto-desogestrel, norgestimate, and @DRUG$ were	0
0	Comparison of lufenuron and @DRUG$ versus @DRUG$ for integrated flea control.	Comparison of lufenuron and @DRUG$ versus @DRUG$ for integrate flea control .	Comparison of lufenuron and @DRUG$ integrated @DRUG$ for versus flea control .	Comparison of lufenuron and @DRUG$ versus @DRUG$ for integrated flea control .	Lufenuron is a drug that is used to control fleas. It is compared to another drug, @DRUG$, for its effectiveness in controlling fleas.	1
0	When IM was combined with @DRUG$ at 10 and 25 @DRUG$/kg in the KBM5 xenograft model, a further increase in life span was observed and some mice achieved long-term survival.	When IM was combined with @DRUG$ at 10 and 25 @DRUG$ / kg in the KBM5 xenograft manakin , a further growth in life yoke was observed and some mice achieved long-term survival .	was IM KBM5 combined with @DRUG$ at 10 and 25 @DRUG$ / kg in mice When xenograft model , a further increase in life span was observed and some the achieved long-term survival .	When IM was combined with @DRUG$ at 10 and 25 @DRUG$ / kg in the KBM5 xenograft model , a increase in life span was observed some mice achieved long-term survival .	When @DRUG$ is combined with @DRUG$ at 10 and 25 DRUGB / kg in the KBM5 xenograft model , a further increase in life span is observed and some mice achieved long-term survival .	0
0	Results Thirty-seven patients were treated with 2 to 16 @DRUG$/kg of @DRUG$.	answer Thirty - seven patients were treated with 2 to 16 @DRUG$ / kg of @DRUG$ .	Results Thirty @DRUG$ seven patients were treated with 2 to 16 @DRUG$ / kg of - .	Results Thirty - patients were treated with 2 to 16 / kg of @DRUG$ .	For every @DRUG$ administered, there was an average of @DRUG$ administered.	0
1	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US or EU, and marketing applications for 13 novel antibody therapeutics (@DRUG$, teprotumumab, enfortumab vedotin, isatuximab, [fam-]trastuzumab deruxtecan, inebilizumab, leronlimab, @DRUG$, satralizumab, narsoplimab, tafasitamab, REGNEB3 and naxituximab) were undergoing review in these regions, which represent the major markets for antibody therapeutics.	At this fourth dimension , a full of 5 fresh antibody therapeutics ( romosozumab , risankizumab , polatuzumab vedotin , brolucizumab , and crizanlizumab ) had been given a number one blessing in either the US or EU , and marketing applications for  fresh antibody therapeutics ( @DRUG$ , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , leronlimab , @DRUG$ , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) were undergo review in these region , which represent the major markets for antibody therapeutics .	At this deruxtecan , represent total of 5 novel antibody therapeutics ( romosozumab major risankizumab , polatuzumab vedotin , , , and crizanlizumab the had been granted a first approval in either ) US or EU , and marketing , for 13 novel antibody therapeutics ( @DRUG$ brolucizumab teprotumumab , enfortumab vedotin , isatuximab leronlimab [ fam - ] trastuzumab review , inebilizumab , , applications @DRUG$ , satralizumab , narsoplimab a tafasitamab , REGNEB3 and naxituximab ) were undergoing time in these regions , which , the , markets for antibody therapeutics .	At this time , a total of 5 novel therapeutics ( romosozumab , risankizumab , polatuzumab vedotin brolucizumab , and crizanlizumab ) had been granted approval in either the US or EU and marketing for 13 novel antibody therapeutics ( @DRUG$ , teprotumumab , enfortumab vedotin , isatuximab , [ fam - ] trastuzumab deruxtecan , inebilizumab , , @DRUG$ , satralizumab , narsoplimab , tafasitamab , REGNEB3 and naxituximab ) undergoing in these regions , which represent the major for antibody therapeutics	At this time, a total of 5 novel antibody therapeutics (romosozumab, risankizumab, polatuzumab vedotin, brolucizumab, and crizanlizumab) had been granted a first approval in either the US	1
1	Of these, 116 patients were administered bevacizumab 5 @DRUG$/kg intravenously every 2 weeks with folinic acid, fluorouracil, and @DRUG$ regimen.	Of these , 116 patient role were administered bevacizumab 5 @DRUG$ / kg intravenously every 2 calendar week with folinic acid , fluorouracil , and @DRUG$ regimen .	Of these , 116 patients were administered bevacizumab 5 @DRUG$ weeks kg intravenously every 2 / with folinic acid , fluorouracil , and @DRUG$ regimen .	these , 116 patients administered bevacizumab 5 @DRUG$ / kg intravenously every 2 weeks folinic acid , fluorouracil , and @DRUG$ regimen	116 patients were administered bevacizumab 5 @DRUG$ / kg intravenously every 2 weeks with folinic acid , fluorouracil , and @DRUG$ regimen .	0
0	MPA depletes @DRUG$ and decreases the production of @DRUG$ by inducible NO synthase without affecting the activity of constitutive NO synthases.	MPA depletes @DRUG$ and decreases the production of @DRUG$ by inducible NO synthase without touch on the bodily process of constitutive NO synthases .	synthases depletes @DRUG$ and decreases the production of @DRUG$ by MPA NO synthase without affecting the activity of constitutive NO inducible .	MPA depletes @DRUG$ and decreases the production of @DRUG$ by inducible NO synthase without affecting activity of constitutive NO synthases .	MPA decreases the production of @DRUG$ by inducible NO synthase without affecting the activity of constitutive NO synthases .	1
1	Here we describe the influence of the P-glycoprotein (P-gp) inhibitor @DRUG$, on the disposition of @DRUG$ and MHD enantiomers, both of which are P-gp substrates.	here we describe the influence of the P-glycoprotein ( P- general practitioner ) inhibitor @DRUG$ , on the disposition of @DRUG$ and MHD enantiomers , both of which are P- general practitioner substrate .	Here we describe P- influence of the P-glycoprotein ( P- of ) inhibitor @DRUG$ , on the disposition gp @DRUG$ and of enantiomers , both MHD which are the gp substrates .	Here we describe the influence of the P-glycoprotein ( P- gp ) inhibitor @DRUG$ , on the disposition of @DRUG$ MHD enantiomers , which are P- gp substrates .	@DRUG$ inhibits the activity of the P-glycoprotein (P-gp) enzyme, which in turn affects the way @DRUG$ and MHD enantiomers are disposed.	0
1	Drugs approved in Europe but not in the United States include sulfonamide and trimethoprim combinations, nafcillin, oxacillin, metampicillin, cephoxazole, cephalonium, cephacetrile, cephalexin, @DRUG$, rifamycin SV, nifuroquine, tiamulin, chloramphenicol, colistin, and @DRUG$. Pharmacologic and clinical features of several of these drugs are briefly described.	Drugs approve in Europe but not in the join States include sulfonamide and trimethoprim combinations , nafcillin , oxacillin , metampicillin , cephoxazole , cephalonium , cephacetrile , keflex , @DRUG$ , rifamycin SV , nifuroquine , tiamulin , chloramphenicol , colistin , and @DRUG$ . Pharmacologic and clinical features of several of these drugs are shortly discover .	these approved in Europe , not , the United States include sulfonamide and trimethoprim combinations , several , oxacillin , metampicillin in cephoxazole , cephalonium , cephacetrile , , , @DRUG$ , rifamycin SV but nifuroquine , tiamulin , chloramphenicol cephalexin colistin , and @DRUG$ . Pharmacologic and clinical features of nafcillin of Drugs drugs are briefly described .	approved Europe but not in the include sulfonamide and trimethoprim combinations , , , , cephoxazole , cephalonium , cephacetrile , cephalexin , @DRUG$ rifamycin SV , nifuroquine , tiamulin , chloramphenicol , colistin , and @DRUG$ . Pharmacologic and clinical features of several of these drugs are briefly described .	Drugs that are approved in Europe but not in the United States include sulfonamide and trimethoprim combinations, nafcillin, oxacillin, metampicillin, cephoxazole, cephalonium, cephacetrile, cephalex	1
0	Results showed that some of the precipitated withdrawal signs were dose-dependently suppressed by repeated injections of @DRUG$ at 8 and 16 @DRUG$/kg, i.p. or 100 microg, i.c.v. Dose-dependent suppression was observed by repeated microinjections (0.4-10 microg) of ketamine to NAc, but not to amygdala.	Results showed that some of the precipitated withdrawal signs were dose-dependently suppressed by replicate injections of @DRUG$ at 8 and 16 @DRUG$ / kg , i.p. or hundred microg , i.c.v. Dose-dependent suppression was keep by replicate microinjections ( 0.4 - x microg ) of ketamine to nac , but not to amygdala .	i.p. showed that some of the precipitated withdrawal 10 were dose-dependently suppressed by repeated injections of @DRUG$ at 8 and 16 @DRUG$ microg kg , Results or 100 microg , i.c.v. Dose-dependent suppression was observed by repeated / ( 0.4 - microinjections signs ) of ketamine to NAc , but not to amygdala .	Results showed that some of the precipitated withdrawal signs were dose-dependently suppressed by repeated injections of @DRUG$ at 8 and 16 @DRUG$ / , i.p. microg , i.c.v. Dose-dependent was observed by repeated microinjections ( 0.4 - 10 microg ) of ketamine to , but not to amygdala .	Repeated injections of @DRUG$ at 8 and 16 @DRUG$ / kg , i.p. or 100 microg , i.c.v. dose-dependently suppressed withdrawal signs.	0
0	Seven wood bison received 1.5 mg/kg body weight (BW) of xylazine HCl + 1.5 mg/kg BW of @DRUG$ HCl and 1.5 @DRUG$/kg BW of tiletamine HCl on one occasion.	Seven woodwind bison obtain 1.5 mg / kilo body weight ( BW ) of xylazine HCl + 1.5 mg / kilo BW of @DRUG$ HCl and 1.5 @DRUG$ / kilo BW of tiletamine HCl on one occasion .	kg wood bison received 1.5 + / kg body weight ( BW ) of mg HCl xylazine 1.5 mg / Seven BW of @DRUG$ HCl and 1.5 @DRUG$ / kg BW of tiletamine HCl on one occasion .	Seven wood bison 1.5 mg / kg body weight ( BW ) of xylazine HCl + 1.5 mg / BW of @DRUG$ HCl and 1.5 @DRUG$ / kg BW of tiletamine HCl on one occasion .	For every 1.5 mg / kg of xylazine HCl given, 1.5 mg / kg of @DRUG$ HCl must also be given.	1
0	@DRUG$ is used to terminate pregnancy, and @DRUG$ such is commercially available in many countries.	@DRUG$ is used to terminate pregnancy , and @DRUG$ such is commercially available in many rural area .	@DRUG$ is used to countries pregnancy , and @DRUG$ such is commercially available in many terminate .	@DRUG$ used to terminate pregnancy , and @DRUG$ such is commercially available in many countries .	@DRUG$ is used to terminate pregnancy, and @DRUG$ is a drug that is commercially available in many countries.	0
0	At 6 and 24 h postoperatively IOP was lower in both travoprost and brinzolamide group when compared to control group (P = 0.018 and 0.015 at 6 h, @DRUG$ = 0.010 and 0.007 at 24 h between travoprost and @DRUG$ group was not significant (P = 0.744 at 6 h and P = 0.672 at 24 h).	at 6 and 24 h postoperatively intraocular pressure was low in both travoprost and brinzolamide group when liken to control group ( p = 0.018 and 0.015 at 6 h , @DRUG$ = 0.010 and 0.007 at 24 h between travoprost and @DRUG$ group was not substantial ( p = 0.744 at 6 h and p = 0.672 at 24 h ) .	At 6 and h h postoperatively 24 was lower in both 6 and brinzolamide group when at to control group ( P = 0.018 and 0.015 at 6 24 , @DRUG$ = 0.010 and P at IOP h between travoprost and @DRUG$ group was not significant h P = 0.744 at travoprost h and 0.007 = 0.672 compared 24 ( ) .	At and 24 h postoperatively was lower in both travoprost and brinzolamide group when compared to control group ( P = 0.018 and 0.015 at 6 h , @DRUG$ = and 0.007 at 24 h between travoprost and @DRUG$ group was not significant ( P = at 6 h P = 0.672 at 24 h ) .	IOP was lower in both travoprost and brinzolamide group when compared to control group.	1
0	The kinetics parameters after administration of multiple dosages of 4 @DRUG$ of @DRUG$ over 29 days do not account for accumulation of or enzyme induction by molsidomine.	The kinetics parameters after establishment of multiple dosages of 4 @DRUG$ of @DRUG$ over 29 years do not account for accumulation of or enzyme induction by molsidomine .	The of parameters after administration of multiple dosages induction 4 @DRUG$ of @DRUG$ over 29 days do not account for accumulation of or enzyme kinetics by molsidomine .	The kinetics parameters after of multiple dosages of 4 @DRUG$ of @DRUG$ over days do not account for accumulation of or enzyme induction by molsidomine .	The kinetics parameters after administration of multiple dosages of 4 @DRUG$ of @DRUG$ over 29 days do not account for accumulation of or enzyme induction by molsidomine .	0
0	Specifically, emphasis was on enantiomeric interconversion into S-apomorphine and on the formation of apocodeine and isoapocodeine, since these metabolites may interfere with the pharmacodynamics of @DRUG$-@DRUG$.	specifically , vehemence was on enantiomeric interconversion into S-apomorphine and on the constitution of apocodeine and isoapocodeine , since these metabolites may interfere with the pharmacodynamics of @DRUG$ - @DRUG$ .	of , pharmacodynamics was on enantiomeric interconversion into S-apomorphine and on the formation of apocodeine and isoapocodeine , since these - may interfere with the emphasis Specifically @DRUG$ metabolites @DRUG$ .	Specifically , was on enantiomeric interconversion into S-apomorphine and on the of apocodeine and isoapocodeine , since these metabolites may interfere with the pharmacodynamics of @DRUG$ - @DRUG$ .	@DRUG$ and @DRUG$ are related in that DRUGA can be converted into DRUGB, and vice versa. Additionally, there are metabolites of DRUGA and DRUGB that can interfere with the pharmacodynamics of the drugs.	0
0	Gas-liquid chromatographic determination of @DRUG$ and its @DRUG$ analog in tissues of reindeer and cattle.	Gas-liquid chromatographic determination of @DRUG$ and its @DRUG$ analog in tissues of reindeer and bos taurus .	Gas-liquid chromatographic its of @DRUG$ and determination @DRUG$ analog in tissues of reindeer and cattle .	Gas-liquid chromatographic determination @DRUG$ its @DRUG$ analog in tissues of reindeer and cattle .	Gas-liquid chromatography is used to determine the presence of @DRUG$ and its @DRUG$ analog in tissues from reindeer and cattle.	0
0	Each test meal was fortified with 5 @DRUG$ Fe @DRUG$ ferrous sulfate or micronised, dispersible ferric pyrophosphate.	Each examination meal was fortified with 5 @DRUG$ Fe @DRUG$ ferrous sulfate or micronised , dispersible ferric pyrophosphate .	or test meal was fortified with 5 @DRUG$ Fe @DRUG$ ferrous sulfate Each micronised , dispersible ferric pyrophosphate .	Each test meal fortified with @DRUG$ Fe @DRUG$ ferrous sulfate or micronised , dispersible ferric pyrophosphate .	Each test meal was fortified with 5 milligrams of @DRUG$ Fe @DRUG$ ferrous sulfate or micronised , dispersible ferric pyrophosphate .	0
0	In particular, long-term treatment with antagonists at @DRUG$ (@DRUG$) and serotonin (5-hydroxytryptamine; 5-HT) receptors and agonists at glutamate receptors may improve symptoms.	In specific , long- term treatment with antagonists at @DRUG$ ( @DRUG$ ) and serotonin ( 5- hydroxytryptamine ; 5 - HT ) sensory receptor and agonists at glutamate sensory receptor may meliorate symptoms .	In particular , long- term antagonists with treatment at @DRUG$ ( @DRUG$ ) and serotonin ( 5- hydroxytryptamine - 5 ; HT ) symptoms and agonists at glutamate receptors may improve receptors .	In particular , long- term treatment antagonists at @DRUG$ ( @DRUG$ ) serotonin ( 5- hydroxytryptamine ; 5 - HT ) receptors and at glutamate receptors may improve symptoms .	Long-term treatment with antagonists at @DRUG$ (@DRUG$) and serotonin (5-hydroxytryptamine; 5-HT) receptors and agonists at glutamate receptors may improve symptoms.	0
0	In vitro midecamycin acetate was shown to have broad spectrum of antibacterial activities similar to those of other macrolides (@DRUG$, josamycin, 9-propionyl @DRUG$ and 2'-ethylsuccinyl erythromycin), which include Gram-positive organisms, a part of Gram-negative organisms and anaerobes.	In vitro midecamycin ethanoate was shown to have across the board spectrum of antibacterial activities like to those of other macrolides ( @DRUG$ , josamycin , 9 - propionyl @DRUG$ and 2 ' - ethylsuccinyl erythromycin ) , which admit Gram-positive organisms , a part of Gram-negative organisms and anaerobes .	In vitro midecamycin acetate was shown to have broad erythromycin Gram-positive antibacterial activities similar to macrolides of other those ( @DRUG$ , josamycin , 9 - propionyl @DRUG$ and spectrum ' - ethylsuccinyl 2 ) , which include of organisms , a part of Gram-negative organisms and anaerobes .	In vitro midecamycin acetate was shown have broad of antibacterial activities similar to those of other macrolides ( @DRUG$ , - propionyl @DRUG$ and 2 ' - erythromycin ) , which Gram-positive organisms , a part of Gram-negative organisms anaerobes .	@DRUG$ is similar to other macrolides (@DRUG$) in terms of its antibacterial activities. This includes Gram-positive organisms, a part of Gram-negative organisms, and anaerobes.	0
0	CONCLUSIONS: Entacapone should be considered as add-on treatment to @DRUG$/@DRUG$ in Parkinson's disease patients with end-of-dose wearing-off effect.	finale : Entacapone should be considered as add - on treatment to @DRUG$ / @DRUG$ in Parkinson 's disease patients with end-of- dose wearing - off outcome .	CONCLUSIONS : 's should be considered as add - on treatment to @DRUG$ / @DRUG$ in Parkinson Entacapone disease patients end-of- with dose wearing - off effect .	CONCLUSIONS : Entacapone should be considered as add - on treatment to @DRUG$ / @DRUG$ in Parkinson 's disease patients with end-of- dose wearing - off effect .	Entacapone should be considered as an add-on treatment to @DRUG$/@DRUG$ in Parkinson's disease patients with end-of-dose wearing-off effect.	0
0	In in vitro experiments, human plasma was separately spiked with a mixture of edaravone and taurine, @DRUG$ or @DRUG$ alone.	In in vitro experiments , human being plasma was separately spiked with a mixture of edaravone and taurine , @DRUG$ or @DRUG$ unequaled .	In in experiments vitro , human or was separately spiked with a mixture of edaravone and taurine , @DRUG$ plasma @DRUG$ alone .	In in vitro experiments , human plasma was separately spiked with a mixture of edaravone and taurine , @DRUG$ or @DRUG$ alone .	In experiments using human blood plasma, the presence of edaravone (@DRUG$) caused an increase in the level of taurine (@DRUG$).	0
0	The differences between the two doses at this time were statistically significant (@DRUG$ less than 0.05), @DRUG$ were the increases in serum urate observed at 4, 8 and 24 weeks (p less than 0.05).	The differences between the two doses at this time were statistically significant ( @DRUG$ less than 0.05 ) , @DRUG$ were the increases in serum urate detect at  , octad and 24 weeks ( phosphorus less than 0.05 ) .	The differences between at two doses at than time were statistically significant ( @DRUG$ less , 0.05 0.05 this @DRUG$ were the increases in serum urate observed the 4 , 8 and 24 weeks ( p less than ) ) .	The differences between the two doses at this time were statistically significant ( @DRUG$ than 0.05 ) , @DRUG$ were the increases in observed at 4 , 8 and weeks ( p less than 0.05 ) .	@DRUG$ is less than 0.05 times as potent as @DRUG$.	0
0	Cyclooxygenase-2 inhibitor @DRUG$ [4-[5-(4-chlorophenyl)-3-(trifluoromethyl)-1-pyrazol-1-@DRUG$] benzenesulfonamide] suppresses nuclear factor-kappaB activation and phosphorylation of p38 mitogen-activated protein kinase, extracellular signal-regulated kinase, and c-Jun N-terminal kinase in human mast cell line cells.	Cyclooxygenase - two inhibitor @DRUG$ [ 4 -[ 5-( 4-chlorophenyl ) -3-(trifluoromethyl ) -1-pyrazol-1-@DRUG$ ] benzenesulfonamide ] suppresses nuclear factor-kappaB activation and phosphorylation of p38 mitogen - activated protein kinase , extracellular signalize - regulated kinase , and c- Jun N-terminal kinase in human mast jail cell line cadre .	-[ - 2 inhibitor @DRUG$ [ 4 Cyclooxygenase 5-( 4-chlorophenyl ) -3-(trifluoromethyl ) -1-pyrazol-1-@DRUG$ and benzenesulfonamide ] suppresses nuclear factor-kappaB activation protein phosphorylation of p38 mitogen - activated ] kinase , extracellular human - regulated kinase , and c- Jun N-terminal kinase in signal mast cell line cells .	Cyclooxygenase - 2 inhibitor @DRUG$ [ 4 -[ 5-( 4-chlorophenyl ) -3-(trifluoromethyl ) -1-pyrazol-1-@DRUG$ ] benzenesulfonamide suppresses nuclear factor-kappaB activation and phosphorylation of p38 - activated protein kinase , extracellular signal - regulated kinase , c- Jun N-terminal kinase in mast cell line .	@DRUG$ inhibits the activation of nuclear factor-kappaB and the phosphorylation of p38 mitogen-activated protein kinase, extracellular signal-regulated kinase, and c-Jun N-terminal kinase in human mast cell line cells.	1
0	Additionally, @DRUG$ attenuates the rise in plasma glucose after mice are administered oral @DRUG$.	Additionally , @DRUG$ attenuates the rise in plasma glucose after mouse are administered oral @DRUG$ .	Additionally , @DRUG$ attenuates the plasma in rise glucose after mice are administered oral @DRUG$ .	Additionally , @DRUG$ attenuates the rise in plasma glucose after mice are administered oral @DRUG$ .	@DRUG$ helps to reduce the amount of sugar that is released into the bloodstream after a person takes @DRUG$.	0
0	@DRUG$-AMT was not toxic at the maximal dose tested (82.5 @DRUG$/kg), which was 100-fold larger than the maximal nonlethal L-AMT dose (0.8 mg/kg).	@DRUG$ - AMT was not toxic at the maximum dose tested ( 82.5 @DRUG$ / kilo ) , which was 100 - fold large than the maximum nonlethal L-AMT dose ( 0.8 mg / kilo ) .	@DRUG$ - was AMT not toxic at the maximal dose tested ( 82.5 @DRUG$ / kg mg - which was 100 , fold larger than the maximal nonlethal L-AMT dose ( 0.8 ) / kg ) .	@DRUG$ - AMT was not toxic at the maximal dose tested ( 82.5 @DRUG$ / kg ) , which was 100 - fold larger the maximal nonlethal L-AMT dose 0.8 / kg ) .	@DRUG$ is not toxic at the maximal dose tested ( 82.5 @DRUG$ / kg ) , which is 100 - fold larger than the maximal nonlethal L-AMT dose ( 0.8 mg / kg ) .	0
0	In Phase III trials involving 1136 patients with secondary HPT, 56% of those who received cinacalcet achieved the National Kidney Foundation Kidney Disease Outcomes Quality Initiative target of a reduction in parathyroid hormone to <300 pg/mL, 65% achieved a @DRUG$-@DRUG$ product <55 mg2/dL2, and a respective 49% and 46% achieved normalized serum calcium and phosphorus levels (P < 0.001).	In Phase III trials involving 1136 patients with secondary HPT ,  % of those who received cinacalcet achieved the National kidney Foundation kidney Disease Outcomes Quality Initiative target of a reduction in parathyroid hormone to < ccc pg / mL , 65 % achieved a @DRUG$ - @DRUG$ product < 55 m g2/ dL2 , and a respective  % and  % achieved renormalize blood serum calcium and phosphorus levels ( P < 0.001 ) .	of National III trials involving 1136 Foundation with % In , 56 % HPT those who received cinacalcet achieved the respective Kidney patients 55 Disease Outcomes Quality Initiative target of a reduction in parathyroid hormone to < 300 pg / mL , 65 % achieved a @DRUG$ - @DRUG$ product < Kidney m g2/ dL2 , and a Phase 49 % and 46 secondary achieved normalized serum calcium and phosphorus levels ( P < 0.001 ) .	In Phase trials involving 1136 patients with HPT , 56 % of those who received cinacalcet achieved the National Kidney Foundation Kidney Disease Outcomes Quality Initiative of a in parathyroid hormone to < 300 pg / mL , 65 % achieved a @DRUG$ - @DRUG$ product < m g2/ dL2 , and a respective 49 % and % achieved normalized serum calcium and phosphorus levels ( P < 0.001 )	56% of those who received cinacalcet achieved the National Kidney Foundation Kidney Disease Outcomes Quality Initiative target of a reduction in parathyroid hormone to < 300 pg/mL, 65% achieved a @DRUG$-@DRUG$ product < 55 mg2/dL2	0
0	To increase blood glucose, @DRUG$ promotes hepatic @DRUG$ output by increasing glycogenolysis and gluconeogenesis and by decreasing glycogenesis and glycolysis in a concerted fashion via multiple mechanisms.	To increase blood glucose , @DRUG$ promotes liverwort @DRUG$ output by increasing glycogenolysis and gluconeogenesis and by decreasing glycogenesis and glycolysis in a cooperative fashion via multiple mechanisms .	To increase hepatic glucose , @DRUG$ promotes blood @DRUG$ output by increasing glycogenolysis and gluconeogenesis and by decreasing glycogenesis and glycolysis in a concerted fashion mechanisms multiple via .	increase blood glucose , @DRUG$ promotes hepatic @DRUG$ output by increasing glycogenolysis and gluconeogenesis and by decreasing glycogenesis glycolysis in a concerted fashion via multiple mechanisms .	@DRUG$ increases the amount of glucose in the blood by promoting the production of glucose by the liver. This is done by increasing the breakdown of glycogen and the production of glucose from non-carbohydrate sources, and by decreasing the production of glucose from carbohydrates.	1
0	Technetium-99m-bicisate ethyl cysteinate dimer (ECD) presents a different pattern from cerebral blood flow (CBF) in the subacute phase of cerebral infarction, @DRUG$ measured by PET, perhaps due to lack of @DRUG$ and enzyme activity; this pattern is contrary to that of hexamethyl-propyleneamine oxime (HMPAO) but similar to that of N-isopropyl-[123I]beta-iodoamphetamine ([123I]IMP).	atomic number  - 99m -bicisate ethyl radical cysteinate dimer ( ECD ) presents a different pattern from intellectual blood flow ( CBF ) in the subacute phase of intellectual infarction , @DRUG$ measured by positron emission tomography , mayhap due to lack of @DRUG$ and enzyme activeness ; this pattern is adverse to that of hexamethyl - propyleneamine oxime ( HMPAO ) but similar to that of N-isopropyl - [ 123I ] beta-iodoamphetamine ( [ 123I ] IMP ) .	Technetium - 99m -bicisate ethyl cysteinate dimer ( ECD blood presents a different pattern from cerebral propyleneamine flow ( CBF ) in the subacute phase of [ infarction HMPAO @DRUG$ measured , PET by perhaps due to lack of @DRUG$ and enzyme activity ; this pattern is IMP to that but hexamethyl - ) oxime ( , ) of similar to that of N-isopropyl - [ 123I ] beta-iodoamphetamine ( cerebral 123I ] contrary ) .	Technetium - -bicisate ethyl cysteinate dimer ( ECD presents a different pattern cerebral blood flow ( CBF ) in the subacute phase of cerebral infarction , @DRUG$ measured by PET , due to lack @DRUG$ and enzyme activity ; this pattern is contrary to that of hexamethyl - propyleneamine ( HMPAO ) but similar to that of N-isopropyl - [ 123I ] beta-iodoamphetamine ( [ 123I IMP ) .	Technetium - 99m -bicisate ethyl cysteinate dimer ( ECD ) presents a different pattern from cerebral blood flow ( CBF ) in the subacute phase of cerebral infarction , @DRUG$ measured by PET , perhaps due to lack of DRU	1
0	The results indicate that, in contrast to L-@DRUG$, antipain can suppress the induction of X-ray-induced aberrations even when administered @DRUG$ late as 2 h after irradiation, suggesting that the effects of antipain on aberrations are not attributable to its interference with short-lived radicals within the cells.	The results indicate that , in contrast to L-@DRUG$ , antipain can suppress the trigger of X-ray - induced distortion eve when administered @DRUG$ late as two h after irradiation , suggesting that the effects of antipain on distortion are not attributable to its interference with short-lived radicals inside the cells .	The results indicate that not in contrast to L-@DRUG$ attributable after can suppress , induction of X-ray - induced aberrations even when administered interference late as 2 h antipain irradiation the suggesting that the effects of antipain on aberrations are , , to its @DRUG$ with short-lived radicals within the cells .	The results indicate that , in contrast to L-@DRUG$ , antipain can suppress induction of X-ray - induced aberrations even administered @DRUG$ late as 2 h after , suggesting that the effects of antipain on aberrations are not attributable to its interference with short-lived radicals within the cells .	L-@DRUG$" (the drug) can suppress the induction of X-ray-induced aberrations (damage), "even when administered @DRUG$ late as 2 h after irradiation" (after the X-rays were given). "Antipain" (another drug) can	0
0	Currently, 6 prescription OM3FA formulations are approved in the United States: @DRUG$-acid ethyl esters (Lovaza, Omtryg, and 2 generic formulations), omega-3-carboxylic acids (Epanova), which contain both EPA and DHA, and icosapent ethyl (Vascepa), which is an @DRUG$-only formulation.	Currently , sextet prescription OM3 FA formulation are approved in the United States : @DRUG$ - acid ethyl esters ( Lovaza , Omtryg , and 2 generic wine formulation ) , z - threesome - carboxyl acids ( Epanova ) , which contain both EPA and DHA , and icosapent ethyl ( Vascepa ) , which is an @DRUG$ - only formulation .	Currently , ( prescription OM3 FA formulations Vascepa approved - the : States United @DRUG$ - acid ethyl esters ( formulations , Omtryg , and 2 generic Lovaza ) , omega - 3 - both acids ( Epanova ) , which contain carboxylic EPA and DHA , and icosapent ethyl 6 are ) , which is an @DRUG$ in only formulation .	Currently , prescription OM3 FA formulations are approved in the : @DRUG$ - acid ethyl esters ( Lovaza , Omtryg , and 2 generic formulations ) , omega - 3 - carboxylic acids ( Epanova ) , contain both EPA and DHA , and icosapent ethyl ( Vascepa ) , is an @DRUG$ - only formulation .	There are currently six prescription OM3 FA formulations available in the United States. These formulations are all based on @DRUG$, which is an acid ethyl ester. The other five formulations are omega-3-carboxylic acids, which contain both EPA and DHA. The only DR	1
0	BACKGROUND AND PURPOSE: @DRUG$ has been reported to act @DRUG$ an antagonist at cannabinoid CB1 receptors.	BACKGROUND AND PURPOSE : @DRUG$ has been reported to act @DRUG$ an adversary at cannabinoid CB1 receptors .	BACKGROUND has PURPOSE : @DRUG$ AND been reported to act @DRUG$ an antagonist at cannabinoid CB1 receptors .	BACKGROUND AND PURPOSE : @DRUG$ has been reported to act @DRUG$ antagonist at cannabinoid CB1 .	@DRUG$ is known to block the effects of @DRUG$ at cannabinoid CB1 receptors.	0
0	The mean first-phase HIV-1 RNA decay slopes were -0.36, -0.63 and -0.64 for the @DRUG$ fumarate group, the 40 @DRUG$ of tenofovir alafenamide group and the 120 mg of tenofovir alafenamide group, respectively.	The mean for the first time - phase human immunodeficiency virus -1 RNA decline slopes were - 0.36 , -0.63 and - 0.64 for the @DRUG$ fumarate group , the 40 @DRUG$ of tenofovir alafenamide group and the 120 mg of tenofovir alafenamide group , severally .	The mean decay - phase HIV -1 RNA first slopes , - 0.36 , -0.63 and - 0.64 were the @DRUG$ fumarate group for the 40 @DRUG$ of tenofovir alafenamide group and the 120 of mg tenofovir alafenamide group , respectively .	The mean first - phase HIV -1 decay slopes 0.36 , -0.63 and - 0.64 for the @DRUG$ fumarate group , the 40 @DRUG$ of tenofovir alafenamide group and the 120 mg of tenofovir alafenamide group , respectively .	The mean first - phase HIV -1 RNA decay slopes were - 0.36 for the @DRUG$ fumarate group , the 40 @DRUG$ of tenofovir alafenamide group and the 120 mg of tenofovir alafenamide group , respectively .	0
0	The clinic had inadvertently used Bicillin C-@DRUG$, a mixture of 1.2 million units (MU) benzathine penicillin G (BPG) and 1.2 MU @DRUG$ penicillin G, rather than Bicillin L-A, a preparation that contains the 2.4 MU BPG per dose recommended by CDC.	The clinic had unknowingly used Bicillin C-@DRUG$ , a mixing of 1.2 million building block ( MU ) benzathine penicillin G ( BPG ) and 1.2 MU @DRUG$ penicillin G , rather than Bicillin L-A , a preparation that contains the 2.4 MU BPG per dose urge by CDC .	clinic The had inadvertently used Bicillin C-@DRUG$ , a mixture Bicillin 1.2 million units MU MU ) benzathine penicillin @DRUG$ ( BPG ) and 1.2 MU G penicillin G , rather than of L-A , a preparation that contains the 2.4 ( BPG per dose recommended by CDC .	The clinic inadvertently used Bicillin C-@DRUG$ a mixture of 1.2 units MU ) benzathine penicillin G ( BPG ) and 1.2 MU @DRUG$ penicillin G , rather than Bicillin L-A , a preparation that contains the 2.4 MU BPG per dose recommended by CDC	The clinic had inadvertently used Bicillin C-@DRUG$ , a mixture of 1.2 million units ( MU ) benzathine penicillin G ( BPG ) and 1.2 MU @DRUG$ penicillin G , rather than Bicillin L-A , a preparation	0
0	Groups received single oral doses of 25 mCi/ml [3H]@DRUG$ alone or with 5, 10, 20, 50 and 100 mg/kg @DRUG$ at 0700 h. Ten percent Intralipid was used to solubilize and co-administer [3H]-cholesterol and FM-VP4.	Groups obtain single oral doses of 25  Ci / ml [ 3H ] @DRUG$ alone or with fivesome , tenner , 20 , 50 and  mg / kg @DRUG$ at 0700 h . Ten percent Intralipid was used to solubilize and co-administer [ 3H ] - cholesterol and FM - VP4 .	Groups received single oral - of 25 m Ci / ml [ 3H ] Ten alone or with 5 , 10 , 20 percent 50 and 100 mg / at @DRUG$ kg 0700 h . @DRUG$ , Intralipid doses used to solubilize and co-administer [ 3H ] was cholesterol and FM - VP4 .	Groups received single oral of 25 m Ci / ml 3H ] @DRUG$ alone or with 5 , 10 , 20 , 50 and 100 mg / @DRUG$ at 0700 h . Ten percent Intralipid was to solubilize and co-administer [ 3H ] - cholesterol FM - VP4 .	Groups received single oral doses of 25 m Ci / ml [ 3H ] @DRUG$ alone or with 5 , 10 , 20 , 50 and 100 mg / kg @DRUG$ at 0700 h . Ten percent Intralipid was used to solubilize and co-administer	0
0	The candidate targets the @DRUG$ antigen as rituximab, but @DRUG$ binds a novel, membrane-proximal epitope, and dissociates from its target at a slower rate compared to rituximab.	The candidate targets the @DRUG$ antigen as rituximab , but @DRUG$ binds a fresh , membrane - proximal epitope , and dissociates from its target at a obtuse rate compare to rituximab .	The rituximab targets the @DRUG$ antigen as rituximab , but @DRUG$ binds a novel , membrane - proximal from , and dissociates epitope its target at a slower rate compared candidate to .	The candidate targets the @DRUG$ antigen as rituximab but @DRUG$ binds a novel - proximal epitope , and dissociates from its target at slower rate compared to rituximab .	@DRUG$ is an antigen that is targeted by rituximab, but @DRUG$ binds to a novel, membrane-proximal epitope, and dissociates from its target at a slower rate compared to rituximab.	0
0	CHARACTERIZATION OF BINDING SITES OF @DRUG$ AND INTERFERENCE OF @DRUG$ AT THE BINDING SITE ON BOVINE SERUM ALBUMIN.	CHARACTERIZATION OF BINDING SITES OF @DRUG$ AND INTERFERENCE OF @DRUG$ atomic number  THE BINDING SITE ON BOVINE SERUM ALBUMIN .	CHARACTERIZATION OF BINDING BOVINE OF @DRUG$ AND INTERFERENCE OF @DRUG$ AT THE BINDING SITE ON SITES SERUM ALBUMIN .	CHARACTERIZATION OF BINDING SITES OF @DRUG$ AND INTERFERENCE OF @DRUG$ AT THE BINDING SITE ON BOVINE SERUM .	The binding sites of @DRUG$ and @DRUG$ on bovine serum albumin are characterized, and the interference of DRUGB at the binding site of DRUGA is investigated.	0
0	First-generation @DRUG$ H1-receptor antagonists, such @DRUG$ diphenhydramine, triprolidine, hydroxyzine or chlorpheniramine (chlorphenamine), frequently cause somnolence or other CNS adverse effects.	First-generation @DRUG$ H1 - receptor antagonists , such @DRUG$ diphenhydramine , triprolidine , hydroxyzine or chlorpheniramine ( chlorphenamine ) , frequently cause sleepiness or other CNS adverse force .	, @DRUG$ H1 - receptor antagonists , , @DRUG$ diphenhydramine such triprolidine , hydroxyzine or chlorpheniramine ( chlorphenamine ) First-generation frequently cause somnolence or other CNS adverse effects .	@DRUG$ H1 receptor antagonists , such @DRUG$ diphenhydramine , triprolidine , hydroxyzine or chlorpheniramine ( chlorphenamine , cause somnolence or CNS adverse effects .	First-generation @DRUG$ H1 - receptor antagonists , such as @DRUG$ diphenhydramine , triprolidine , hydroxyzine or chlorpheniramine ( chlorphenamine ) , frequently cause somnolence or other CNS adverse effects .	0
1	This article focuses on the second category and thus critically reviews the following second-generation compounds: @DRUG$ acetate or BIA-2-093 and 10-hydroxy carbazepine (carbamazepine derivatives); valrocemide and NPS 1776 (isovaleramide; @DRUG$ derivatives); pregabalin and XP13512 (gabapentin derivatives); brivaracetam (ucb 34714) and seletracetam (ucb 44212; levetiracetam derivatives); and fluorofelbamate (a felbamate derivative).	This clause focusing on the nd category and olibanum critically reviews the succeed second-generation chemical compound : @DRUG$ acetate or BIA-2-093 and 10 - hydroxy carbazepine ( carbamazepine derivatives ) ; valrocemide and np 1776 ( isovaleramide ; @DRUG$ derivatives ) ; pregabalin and XP13512 ( gabapentin derivatives ) ; brivaracetam ( ucb 34714 ) and seletracetam ( ucb 44212 ; levetiracetam derivatives ) ; and fluorofelbamate ( a felbamate derivative ) .	This second focuses on article - category and thus critically reviews the following second-generation compounds : @DRUG$ acetate ) BIA-2-093 and 10 the hydroxy carbazepine ( ) levetiracetam ) ; valrocemide and NPS 1776 ( isovaleramide ; @DRUG$ derivatives ) ; pregabalin and XP13512 ( gabapentin derivatives or ; brivaracetam ( ucb 34714 ) ; seletracetam ( ucb 44212 ; derivatives derivatives carbamazepine and and fluorofelbamate ( a felbamate derivative ) .	This article on the second category and critically reviews the following second-generation compounds : @DRUG$ acetate or BIA-2-093 and - carbazepine ( carbamazepine derivatives ) ; valrocemide and 1776 ( isovaleramide @DRUG$ derivatives ) ; pregabalin XP13512 ( gabapentin derivatives ) brivaracetam ( ucb 34714 ) and ( ucb 44212 ; levetiracetam derivatives ) ; and fluorofelbamate a felbamate derivative ) .	This article focuses on the second category and thus critically reviews the following second-generation compounds : @DRUG$ acetate or BIA-2-093 and 10 - hydroxy carbazepine ( carbamazepine derivatives ) ; valrocemide and NPS 1776 ( is	1
1	In a randomized, double-blind trial (N=49), patients with relapsing SPMS who received @DRUG$ 12 mg/m2 monthly for 3 months followed by 12 @DRUG$/m2 g3mo for up to 32 months had significant improvements in EDSS scores compared with those who received methylprednisolone 1 g IV monthly for 3 months followed by 1 g IV g3mo (P=0.002 at 1 year, P=0.045 at 2 years) and significant reductions in the number of gadolinium-enhancing lesions on magnetic resonance imaging (MRI) (P=0.002 at 1 and 2 years, P=0.03 at 3 years).	In a randomized , two baser - blind trial ( N=49 ) , patients with fall back SPMS who received @DRUG$ 12 mg / m monthly for 3 months followed by 12 @DRUG$ / m g3 mo for up to xxxii months had important improvements in eds scores liken with those who received methylprednisolone 1 yard IV monthly for 3 months followed by 1 yard IV g3 mo ( P=0.002 at 1 twelvemonth , P=0.045 at 2 years ) and important diminution in the number of gadolinium - enhancing lesions on magnetic resonance imaging ( MRI ) ( P=0.002 at 1 and 2 years , P=0.03 at 3 years ) .	3 a randomized , who - blind g3 ( N=49 ) , patients followed relapsing SPMS double received @DRUG$ 12 mg 1 m2 monthly for In months followed by 12 @DRUG$ / m2 g3 mo for up to 32 months had significant MRI in EDSS scores compared years those who received methylprednisolone and g IV monthly for 3 months with by 1 g IV trial mo ( 2 at 1 year , P=0.045 at P=0.002 ) ) / significant reductions in the number of gadolinium - enhancing lesions on magnetic resonance imaging ( improvements with ( P=0.002 at 1 and 2 years , P=0.03 at 3 years ) .	a randomized , blind trial ( N=49 ) , patients with relapsing SPMS who received @DRUG$ 12 mg / m2 monthly for months followed by 12 @DRUG$ / m2 g3 mo for up to 32 months had significant improvements in EDSS compared with those who received methylprednisolone 1 g IV monthly for 3 months followed by 1 g g3 mo ( at 1 year , at 2 years ) and in number of gadolinium - enhancing lesions on magnetic resonance imaging ( MRI ) ( P=0.002 at 1 and 2 years , P=0.03 at 3 years ) .	Patients who received @DRUG$ had significant improvements in EDSS scores compared with those who received methylprednisolone, and significant reductions in the number of gadolinium-enhancing lesions on magnetic resonance imaging.	1
0	They received no supplements for the first 8 d and then received either 7.5 g/d @DRUG$ oil (3 g DHA/d) or olive oil (placebo) for the last 90 @DRUG$. Blood samples were collected from fasting men on study days -7, 0, 45, 84, and 91.	They received no supplements for the first 8 viosterol and then received either 7.5 g/d @DRUG$ oil ( 3 g DHA / viosterol ) or olive oil ( placebo ) for the last 90 @DRUG$ . Blood sampling were pile up from fasting men on study clarence day - 7 , 0 , 45 , 84 , and  .	days received no supplements for the first 8 or and then received either 7.5 ) @DRUG$ oil ( 3 g DHA / d g/d d the oil ( placebo ) for olive last 90 @DRUG$ . Blood samples were collected from fasting , on study They - 7 , 0 men 45 , 84 , and 91 .	They received no supplements for the first 8 d and then received either 7.5 g/d @DRUG$ oil ( 3 g DHA ) or olive oil ( placebo ) for the last 90 @DRUG$ . Blood samples collected from fasting men on study days - 7 0 , 45 84 , and 91 .	The men received no supplements for the first 8 days, and then they received either 7.5 grams per day of @DRUG$ oil (containing 3 grams of DHA per day) or olive oil (placebo) for the last 90 days. Blood samples were collected from fasting men on study days	1
0	CONCLUSIONS: Ala-Gln-supplemented PN was clinically safe, had better @DRUG$ @DRUG$, and maintained intestinal permeability in postoperative patients.	CONCLUSIONS : Ala- Gln-supplemented PN was clinically safe , had better @DRUG$ @DRUG$ , and asseverate intestinal permeability in postoperative patient role .	CONCLUSIONS : Ala- in permeability was clinically safe , had better @DRUG$ @DRUG$ , and maintained intestinal PN Gln-supplemented postoperative patients .	CONCLUSIONS : Ala- Gln-supplemented PN was clinically safe , had better @DRUG$ @DRUG$ , and maintained intestinal permeability in postoperative patients .	PN supplemented with Ala-Gln was clinically safe and had better @DRUG$ and @DRUG$ than PN without Ala-Gln.	0
0	[Effect of @DRUG$-1394, a potent and selective inhibitor of acyl-@DRUG$:cholesterol acyltransferase (ACAT), on esterification of cholesterol and basolateral secretion of cholesteryl ester in Caco-2 cells].	[ Effect of @DRUG$ - 1394 , a potent and selective inhibitor of acyl group - @DRUG$ : cholesterin acyltransferase ( ACAT ) , on esterification of cholesterin and basolateral secretion of cholesteryl ester in Caco -  electric cell ] .	[ Effect acyl @DRUG$ of 1394 ) a potent and selective inhibitor of of - @DRUG$ : cholesterol acyltransferase ( ACAT , , on esterification - cholesterol and basolateral secretion of cholesteryl ester in Caco - 2 cells ] .	[ Effect of @DRUG$ - 1394 , a potent and selective inhibitor of acyl - @DRUG$ : acyltransferase ( ACAT ) , on esterification of cholesterol and basolateral secretion of cholesteryl ester in Caco - 2 .	 @DRUG$ inhibits the activity of ACAT, which in turn decreases the amount of cholesterol that is esterified and secreted from the cells.	1
0	A tiamulin @DRUG$ >2 microg/ml was obtained for 14% (n=13) of the isolates and these were also tested against doxycycline, @DRUG$, valnemulin, lincomycin and aivlosin.	angstrom tiamulin @DRUG$ >2 microg / cc was obtained for xiv % ( n=13 ) of the isolates and these were also tested against doxycycline , @DRUG$ , valnemulin , lincomycin and aivlosin .	A tiamulin @DRUG$ n=13 microg / ml was obtained for were % ( >2 ) of the isolates lincomycin these 14 also tested against doxycycline , @DRUG$ , valnemulin , and and aivlosin .	A tiamulin @DRUG$ >2 microg / ml was obtained 14 % ( n=13 ) of the isolates and these were also tested against doxycycline @DRUG$ , valnemulin , lincomycin and aivlosin .	A tiamulin @DRUG$ >2 microg / ml was obtained for 14 % ( n=13 ) of the isolates and these were also tested against doxycycline , @DRUG$ , valnemulin , lincomycin and aivlosin ."This	0
0	We also report for the first time that @DRUG$ can induce senescence in colon cancer cells as assessed by flattened, spread out and vacuolated morphology as well @DRUG$ by senescence marker beta-galactosidase staining.	We also report for the first metre that @DRUG$ can induce senescence in colon cancer cells as assessed by planate , spread out and vacuolate morphology as well @DRUG$ by senescence marker beta-galactosidase staining .	We also that for the first and report @DRUG$ can induce senescence in vacuolated cancer cells as assessed by flattened , spread out time colon morphology as well @DRUG$ by senescence marker beta-galactosidase staining .	We also report for the first time that @DRUG$ can induce senescence in colon cancer cells as assessed by flattened , spread out and vacuolated morphology as well @DRUG$ by senescence marker beta-galactosidase staining .	@DRUG$ can induce senescence in colon cancer cells, and @DRUG$ can induce senescence in colon cancer cells.	0
0	CONCLUSIONS: @DRUG$ suspension administered at up to 800 mg/@DRUG$ is a reasonable alternative to conventional antifungal agents for the prevention and treatment of IFIs in high-risk populations.	CONCLUSIONS : @DRUG$ suspension administered at up to 800 mg / @DRUG$ is a sane alternative to conventional antimycotic federal agent for the prevention and treatment of IFIs in high- risk populations .	CONCLUSIONS : @DRUG$ suspension administered at the to 800 mg / @DRUG$ is a reasonable alternative to conventional antifungal up for high- prevention and treatment of IFIs in agents risk populations .	CONCLUSIONS : @DRUG$ suspension administered at up to mg / @DRUG$ is a reasonable to conventional antifungal agents for the prevention and treatment of IFIs in high- risk populations .	@DRUG$ is a reasonable alternative to conventional antifungal agents for the prevention and treatment of IFIs in high- risk populations .	1
0	In patients with mild-to-moderate hypertension irbesartan was @DRUG$ effective as enalapril, atenolol and @DRUG$, and more effective than valsartan in terms of absolute reduction in BP and response rates.	In affected role with mild- to-moderate hypertension irbesartan was @DRUG$ effective as enalapril , atenolol and @DRUG$ , and more effective than valsartan in terms of absolute simplification in BP and response betray .	In patients with mild- to-moderate hypertension absolute more @DRUG$ effective as enalapril , atenolol and @DRUG$ , and was effective than in valsartan terms of irbesartan reduction in BP and response rates .	In patients with mild- to-moderate hypertension irbesartan @DRUG$ effective as enalapril , atenolol and @DRUG$ , and more effective than valsartan in of reduction in BP and response rates .	Irbesartan is more effective than valsartan in terms of absolute reduction in BP and response rates.	1
0	A randomized phase III trial of @DRUG$ versus paclitaxel in ovarian cancer patients pretreated with cisplatin/cyclophosphamide has demonstrated that topotecan is @DRUG$ effective as paclitaxel in the second-line treatment of these patients.	A randomized phase III trial of @DRUG$ versus paclitaxel in ovarian genus cancer affected role pretreated with cisplatin / cyclophosphamide has demonstrated that topotecan is @DRUG$ effective as paclitaxel in the nd -line treatment of these affected role .	A randomized as III trial the @DRUG$ versus paclitaxel in ovarian cancer patients pretreated with cisplatin / cyclophosphamide has demonstrated that topotecan is @DRUG$ effective phase paclitaxel patients of second -line treatment of these in .	A randomized phase III trial of @DRUG$ versus paclitaxel in ovarian cancer patients pretreated with cisplatin / cyclophosphamide has demonstrated that topotecan @DRUG$ effective as paclitaxel in the second -line treatment of these patients .	A randomized phase III trial of @DRUG$ versus paclitaxel in ovarian cancer patients pretreated with cisplatin / cyclophosphamide has demonstrated that topotecan is an effective drug as paclitaxel in the second-line treatment of these patients.	1
0	From these results, we conclude that up to 252 @DRUG$ of @DRUG$ can be safely infused into normal volunteers over 72 h and even though it associates extensively with high-density lipoproteins, antagonistic activity is maintained, even after infusion ceases.	From these results , we conclude that up to 252 @DRUG$ of @DRUG$ can be safely impregnate into pattern volunteers over 72 h and yet though it associates extensively with high-density lipoprotein , antagonistic activity is maintained , yet after infusion ceases .	From these infusion , we conclude that up into 252 @DRUG$ of @DRUG$ can be is with to normal volunteers over 72 h and even though it associates extensively infused high-density lipoproteins , antagonistic activity safely maintained , even after results ceases .	these results , we that up to @DRUG$ of @DRUG$ can be safely infused into normal volunteers over 72 h and even though it associates extensively with high-density lipoproteins , antagonistic activity is maintained , even after infusion ceases .	Up to 252 @DRUG$ of @DRUG$ can be safely infused into normal volunteers over 72 h without any significant antagonistic activity.	0
0	We randomly assigned 8076 patients who were at least 50 years of age (or at least 40 years of age and receiving long-term glucocorticoid therapy) and who had rheumatoid arthritis to receive either 50 mg of @DRUG$ daily or 500 @DRUG$ of naproxen twice daily.	We randomly portion 8076 patients who were at to the lowest degree 50 years of age ( or at to the lowest degree 40 years of age and receiving long- term glucocorticoid therapy ) and who had rheumatoid arthritis to receive either 50 mg of @DRUG$ day to day or 500 @DRUG$ of naprosyn twice day to day .	had randomly assigned 8076 patients who were and least 50 years of age ( or at least 40 years of glucocorticoid and receiving long- term age therapy receive at who We rheumatoid arthritis to ) either 50 mg of @DRUG$ daily or 500 @DRUG$ of naproxen twice daily .	We randomly assigned 8076 patients who were at least 50 of ( or at least 40 years of age and receiving term glucocorticoid therapy ) and who had rheumatoid arthritis to receive either 50 mg of @DRUG$ daily or 500 @DRUG$ naproxen twice daily .	Some patients were given a drug called @DRUG$, while others were given a drug called @DRUG$. DRUGA and DRUGB are both medications used to treat rheumatoid arthritis.	0
0	In 15 studies, several of which were adequately powered to assess efficacy, @DRUG$ was at least @DRUG$ effective as lactulose/lactitol (the current mainstay of pharmacologic treatment for hepatic encephalopathy) and neomycin and paromomycin (the antibiotics most commonly prescribed for hepatic encephalopathy) in improving neurologic signs and symptoms and reducing blood ammonia levels.	In 15 studies , several of which were adequately powered to roll in the hay efficacy , @DRUG$ was at to the lowest degree @DRUG$ effective as lactulose / lactitol ( the current pillar of pharmacologic treatment for hepatic encephalopathy ) and neobiotic and paromomycin ( the antibiotics most commonly prescribed for hepatic encephalopathy ) in improving neurologic signs and symptoms and reducing blood ammonium hydroxide tear down .	at treatment the , several of which were adequately powered to assess efficacy , @DRUG$ was In least @DRUG$ effective as lactulose / lactitol ( the current mainstay of pharmacologic 15 for hepatic encephalopathy ) and neomycin and paromomycin neurologic studies antibiotics most commonly prescribed for hepatic in ) encephalopathy improving and signs ( symptoms and reducing blood ammonia levels .	In several of which were adequately powered to assess efficacy , @DRUG$ was least @DRUG$ effective as lactulose / lactitol ( the current mainstay of pharmacologic treatment for hepatic encephalopathy ) and neomycin and paromomycin ( the antibiotics most commonly prescribed for encephalopathy ) in improving neurologic signs symptoms and reducing blood ammonia levels .	@DRUG$ is at least as effective as lactulose/lactitol and neomycin and paromomycin in improving neurologic signs and symptoms and reducing blood ammonia levels.	1
0	CASE REPORT: A 28-year-old man with no prior history of heart disease developed severe chest pain, inverted T waves, and intraventricular conduction delay on EKG and mild elevation of cardiac enzymes 5 hours after unintentional injection of less than half of a 12cc syringe filled with Micotil 300 (tilmicosin phosphate 300 @DRUG$/mL, propylene glycol 25%, phosphoric acid, @DRUG$ for injection).	event REPORT : A 28 - year- one time man with no prior history of heart disease developed severe chest pain , inverted T flap , and intraventricular conduction stay on EKG and mild elevation of cardiac enzymes 5 hours after unintentional injection of less than half of a  cc syringe filled with Micotil 300 ( tilmicosin phosphate 300 @DRUG$ / milliliter , propylene glycol 25 % , phosphorous acid , @DRUG$ for injection ) .	CASE REPORT : A chest - cardiac old year- with no prior history of heart disease developed severe 28 pain , half T waves , and intraventricular conduction delay on EKG and mild elevation of man ) 5 hours after unintentional injection of propylene than inverted of a 12 cc syringe filled with Micotil 300 ( tilmicosin phosphate 300 @DRUG$ / mL , less glycol 25 % , phosphoric acid , @DRUG$ for injection enzymes .	REPORT : 28 year- old man with no prior of heart disease developed severe chest pain , inverted T waves , and intraventricular conduction delay on EKG and mild elevation of cardiac enzymes 5 hours after injection of than half of a 12 cc syringe filled with Micotil 300 ( tilmicosin phosphate 300 @DRUG$ / mL , propylene glycol 25 % phosphoric acid , @DRUG$ for injection ) .	A man who injected Micotil 300 ( tilmicosin phosphate 300 @DRUG$ / mL , propylene glycol 25 % , phosphoric acid , @DRUG$ for injection ) developed severe chest pain , inverted T waves , and intraventricular conduction delay on EKG and mild	0
0	Heart rate, cardiac output, mean pulmonary arterial blood pressure, systolic, diastolic and mean aortic blood pressure, respiratory rate and arterial blood gases did not change after either i.v. (30 mg/kg bodyweight [bwt]) or oral (50 and 100 @DRUG$/kg bwt) dosages of @DRUG$.	Heart rate , cardiac output , beggarly pulmonary arterial blood hale , systolic , diastolic and beggarly aortic blood hale , respiratory rate and arterial blood gases did not commute after either i.v. ( 30 milligram / kg bodyweight [ bwt ] ) or oral ( 50 and c @DRUG$ / kg bwt ) dosages of @DRUG$ .	Heart rate , cardiac output , mean pulmonary change blood pressure , ) , diastolic and mean aortic blood pressure , respiratory rate and [ blood gases bwt not arterial 50 either i.v. ( 30 mg / kg bodyweight arterial did ] systolic or oral ( after and 100 @DRUG$ / kg bwt ) dosages of @DRUG$ .	Heart rate , pulmonary arterial blood pressure , systolic , diastolic and mean aortic blood pressure respiratory rate arterial blood gases did not change after either i.v. ( 30 mg kg bodyweight [ bwt ) or oral ( and 100 @DRUG$ / kg bwt ) dosages of @DRUG$ .	Heart rate, cardiac output, mean pulmonary arterial blood pressure, systolic, diastolic and mean aortic blood pressure, respiratory rate and arterial blood gases did not change after either i.v. (30 mg/kg bodyweight [bwt]) or oral (50 and	1
0	CONCLUSIONS AND POTENTIAL RELEVANCE: @DRUG$ is @DRUG$ effective as dexamethasone in the treatment of 'heaves'-affected horses but associated with hypokalaemia.	CONCLUSIONS AND POTENTIAL relevance : @DRUG$ is @DRUG$ effective as dexamethasone in the treatment of ' heaves ' - affected horses but associate with hypokalaemia .	CONCLUSIONS AND POTENTIAL RELEVANCE hypokalaemia @DRUG$ is @DRUG$ effective as dexamethasone in the treatment of ' heaves ' - affected horses but : with associated .	AND POTENTIAL RELEVANCE : @DRUG$ is @DRUG$ effective dexamethasone in treatment of ' heaves ' - affected horses but associated with hypokalaemia .	@DRUG$ is effective as dexamethasone in the treatment of 'heaves' - affected horses but associated with hypokalaemia.	1
0	In guinea pig brain homogenates, lobeline displaced (K(i)=0.74 microM) the binding of [(3)H]DAMGO [(D-@DRUG$(2), N-ME-@DRUG$(4), Gly(5)-ol)-enkephalin].	In guinea sus scrofa mind homogenates , lobeline displaced ( K( i ) =0.74 microM ) the binding of [ ( leash ) henry ] DAMGO [ ( vitamin d - @DRUG$ ( 2 ) , N-ME -@DRUG$ ( 4 ) , Gly ( 5 ) - ol ) - enkephalin ] .	In ) pig brain homogenates , @DRUG$ displaced ( K( i ) =0.74 microM ) the binding ol [ guinea 3 ) H ] DAMGO [ ( D - lobeline ( 2 ) , N-ME enkephalin ( 4 ) , Gly ( 5 ) - of ( - -@DRUG$ ] .	guinea pig brain homogenates , lobeline displaced ( K( i ) =0.74 microM ) the binding of [ ( 3 ) H ] DAMGO [ ( D @DRUG$ ( 2 ) , N-ME -@DRUG$ ( 4 , Gly ( 5 ) - ) - enkephalin ] .	Lobeline displaces the binding of [ ( 3 ) H ] DAMGO [ ( D - @DRUG$ ( 2 ) , N-ME -@DRUG$ ( 4 ) , Gly ( 5 ) - ol ) - enkephalin ] in guinea pig brain homogenates .	0
0	"@DRUG$ may also act @DRUG$ a ""sink"" for highly lipophilic xenobiotics."	" @DRUG$ may also act @DRUG$ a " " sink " " for highly lipotropic xenobiotics . "	" @DRUG$ may also act @DRUG$ a " " sink " " for highly lipophilic xenobiotics . "	" @DRUG$ may also act @DRUG$ a " " sink " " for highly lipophilic xenobiotics . "	 @DRUG$ may also act as a "sink" for highly lipophilic xenobiotics.	1
0	2) The treatment was switched to azelnidipine in patients who had previously been under treatment with amlodipine for essential hypertension, and 123I-@DRUG$ myocardial scintigraphy (123I-MIBG), measurements of plasma norepinephrine, atrial natriuretic peptide (ANP), and @DRUG$, Holter electrocardiography, and heart rate variability analysis were performed.	 ) The treatment was switched to azelnidipine in patient who had previously been under treatment with amlodipine for crucial hypertension , and 123I - @DRUG$ myocardial scintigraphy ( 123I - MIBG ) , measurements of plasma norepinephrine , atrial natriuretic peptide ( ANP ) , and @DRUG$ , Holter cardiography , and heart rank variability analytic thinking were performed .	2 performed The 123I was been to azelnidipine in patients who had previously switched under treatment with amlodipine for essential hypertension , and ) - @DRUG$ , scintigraphy ( 123I - MIBG , , measurements of plasma norepinephrine treatment atrial natriuretic peptide ( ANP ) , and @DRUG$ , Holter electrocardiography myocardial and heart rate variability analysis were ) .	2 ) The treatment was switched to azelnidipine in who had previously been under treatment with amlodipine for essential hypertension , and 123I - @DRUG$ myocardial scintigraphy ( 123I - MIBG ) , measurements of plasma norepinephrine , atrial natriuretic peptide ( ANP ) , and @DRUG$ , Holter electrocardiography , and heart rate variability analysis were performed .	2 ) The treatment was switched to azelnidipine in patients who had previously been under treatment with amlodipine for essential hypertension , and 123I - @DRUG$ myocardial scintigraphy ( 123I - MIBG ) , measurements of plasma norepine	1
0	In Japan, recombinant @DRUG$, also known @DRUG$ Trafermin, has been administered for intractable skin ulcer for its strong effect on tissue granulation.	In Japan , recombinant @DRUG$ , also known @DRUG$ Trafermin , has been administered for intractable skin ulcer for its solid force on tissue granulation .	In Japan administered recombinant @DRUG$ , also known @DRUG$ Trafermin , has been , effect intractable skin ulcer for its strong for on tissue granulation .	In Japan , recombinant @DRUG$ , also known @DRUG$ Trafermin , has been administered for intractable skin ulcer for its strong effect on tissue granulation .	@DRUG$ is a protein that is used to help heal skin ulcers. @DRUG$ is a protein that is similar to DRUGA, and has been found to be effective in helping to heal skin ulcers.	0
1	The @DRUG$-sensing receptor is involved in @DRUG$-induced osteoclast apoptosis.	The @DRUG$ - sensing receptor is involved in @DRUG$ - induced osteoclast apoptosis .	The @DRUG$ - sensing receptor is involved osteoclast @DRUG$ - induced in apoptosis .	The @DRUG$ - sensing receptor is involved in @DRUG$ - induced osteoclast apoptosis .	The @DRUG$ receptor is involved in the apoptosis of osteoclasts induced by @DRUG$.	0
0	In this study, we evaluated the cytotoxicity of @DRUG$, the active metabolite of @DRUG$, on human colon adenocarcinoma cells (Caco-2) and its effect on cell proliferation.	inward this written report , we evaluated the cytotoxicity of @DRUG$ , the active metabolite of @DRUG$ , on human colon adenocarcinoma cells ( Caco - 2 ) and its effect on cellular telephone proliferation .	Caco this study , we evaluated the cytotoxicity 2 @DRUG$ , the active metabolite of @DRUG$ , on of colon adenocarcinoma cells ( In - human ) and its effect on cell proliferation .	In this study , we evaluated the cytotoxicity of @DRUG$ , active metabolite of @DRUG$ , human colon cells ( Caco - 2 ) and its effect on cell proliferation .	We found that @DRUG$ is cytotoxic to human colon adenocarcinoma cells, and that it inhibits cell proliferation.	1
0	This work studies the distribution of [(14)C-imidazolidin]@DRUG$ (1 @DRUG$/seed) in three stages of Gaucho-treated sunflowers grown in an outdoor lysimeter.	This act upon studies the statistical distribution of [ ( 14 ) C-imidazolidin ] @DRUG$ ( 1 @DRUG$ / seed ) in three degree of Gaucho-treated sunflowers grown in an outdoor lysimeter .	This work studies the distribution an [ ( 14 ) C-imidazolidin Gaucho-treated @DRUG$ ( ] @DRUG$ / seed ) in three stages of 1 sunflowers grown in of outdoor lysimeter .	This work studies the distribution of [ ( 14 ) C-imidazolidin ] @DRUG$ ( 1 @DRUG$ seed ) in three stages of sunflowers grown in an outdoor lysimeter	The distribution of [ ( 14 ) C-imidazolidin ] @DRUG$ ( 1 @DRUG$ / seed ) is studied in three stages of Gaucho-treated sunflowers grown in an outdoor lysimeter .	0
0	There are several compounds that are at different developmental stages in the pipeline to counter HIV entry, among them: (i) the attachment inhibitor dextrin-2-@DRUG$; (ii) the inhibitors of the glycoprotein (gp) 120/CD4 interaction PRO 542, TNX 355 and BMS 488043; (iii) the co-receptor inhibitors subdivided in those targeting CCR5 (SCH 417690 [SCH D], UK 427857 GW 873140, PRO 140, TAK 220, AMD 887) and those targeting CXCR4 (AMD 070, KRH 2731); and (iv) the fusion inhibitors enfuvirtide (T-20) and @DRUG$ (T-1249).	There are various compounds that are at different developmental stages in the word of mouth to parry HIV entry , among them : ( i ) the fond regard inhibitor dextrin - two - @DRUG$ ; (  ) the inhibitors of the glycoprotein ( general practitioner ) 120 / cluster of differentiation  fundamental interaction PRO 542 , TNX 355 and BMS 488043 ; ( iii ) the co-receptor inhibitors subdivide in those targeting CCR5 ( SCH 417690 [ SCH D ] , united kingdom 427857 GW 873140 , PRO 140 , TAK 220 , amd 887 ) and those targeting CXCR4 ( amd 070 , KRH 2731 ) ; and ( iv ) the fusion inhibitors enfuvirtide ( T- 20 ) and @DRUG$ ( T-1249 ) .	There - several compounds that are at different developmental 070 in iii pipeline to counter HIV entry KRH : them among ( i ) ( ; inhibitor dextrin are 2 - @DRUG$ ; ( ii ) GW inhibitors of the glycoprotein ( D ) 120 / 140 interaction PRO 542 , TNX 355 and BMS 488043 ; ( the ) the co-receptor inhibitors 2731 in those targeting CCR5 ( SCH 417690 [ SCH gp ] , UK 427857 the 873140 , PRO CD4 ) TAK 220 , AMD 887 ) and those targeting CXCR4 ( AMD stages , , subdivided ) attachment and ( iv ) the fusion inhibitors enfuvirtide ( T- 20 , and @DRUG$ the T-1249 ) .	There are several compounds that are at different developmental stages in the pipeline to counter HIV entry , among them : ( i ) the attachment inhibitor dextrin - - @DRUG$ ; ( ii ) the inhibitors of ( gp ) / CD4 interaction PRO 542 , 355 BMS 488043 ; ( iii ) the co-receptor inhibitors subdivided in those targeting CCR5 ( SCH 417690 [ SCH D ] , UK 427857 GW 873140 , PRO 140 TAK 220 , AMD 887 ) and those targeting CXCR4 ( AMD 070 , KRH 2731 ) ; and ( iv ) fusion inhibitors enfuvirtide ( T- 20 ) and @DRUG$ ( T-1249 ) .	There are several compounds that are at different developmental stages in the pipeline to counter HIV entry. These include the attachment inhibitor dextrin-2-@DRUG$, the inhibitors of the glycoprotein (gp) 120/CD4 interaction PRO 542, TNX 355 and BMS 4880	1
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, enalapril 10 or 20 @DRUG$/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, nitrendipine 20 mg/d, perindopril 4 mg/d, and verapamil ER 120 to 240 mg/@DRUG$.	inwards comparative trials in the management of hypertension , mavik ane to 4 mg /d was statistically indistinguishable from or superior to captopril 100 mg /d , enalapril 10 or  @DRUG$ / d , hydrodiuril ( HCTZ )  mg /d , nifedipine ER 30 or xl mg /d , nitrendipine  mg /d , perindopril 4 mg /d , and verapamil ER 120 to 240 mg / @DRUG$ .	In trials comparative in to management of hypertension , trandolapril 1 the 25 mg /d nifedipine statistically indistinguishable from or 40 to captopril 100 mg /d , enalapril 10 or 20 @DRUG$ / d or hydrochlorothiazide ( HCTZ ) , mg /d 4 was ER 30 , superior mg /d , nitrendipine 20 mg /d , perindopril 4 mg /d , and verapamil ER 120 to 240 mg / @DRUG$ .	In comparative trials the management of hypertension , trandolapril to 4 mg /d was statistically indistinguishable or superior to captopril 100 mg /d , enalapril 10 or 20 @DRUG$ / d , hydrochlorothiazide ( HCTZ ) mg /d , nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril 4 mg /d , and verapamil ER 120 to 240 mg / @DRUG$ .	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
0	METHODS: We conducted a multicenter, single-group, open-label study involving patients coinfected with HIV-1 and genotype 1 or 4 HCV receiving an antiretroviral regimen of @DRUG$ and emtricitabine with efavirenz, rilpivirine, or @DRUG$.	METHODS : We deal a multicenter , single - group , open- label analyse involving patients coinfected with human immunodeficiency virus - 1 and genotype 1 or 4 HCV have an antiretroviral regimen of @DRUG$ and emtricitabine with efavirenz , rilpivirine , or @DRUG$ .	, : We conducted a multicenter , single - group METHODS open- label study involving patients with with HIV - 1 and genotype 1 receiving 4 , or an antiretroviral regimen of @DRUG$ and emtricitabine coinfected efavirenz HCV rilpivirine , or @DRUG$ .	METHODS We conducted a single - group open- label study involving patients coinfected with HIV - and genotype 1 4 receiving an antiretroviral regimen of @DRUG$ and emtricitabine with efavirenz , rilpivirine , @DRUG$ .	We conducted a study involving patients who were coinfected with HIV-1 and HCV, and who were receiving an antiretroviral regimen of @DRUG$ and emtricitabine with efavirenz, rilpivirine, or @DRUG$.	0
0	Participants were partially randomly assigned to the order of testing for nine 5-d interventions of additional potassium as follows: 0 (control; repeated at phases 1 and 5), 20, 40, and 60 mEq K/d consumed as a @DRUG$ supplement or @DRUG$ unfried potato or 40 mEq K from French fries completed at phase 9.	Participants were partially randomly assigned to the order of examination for nine 5 - d interventions of additional potassium as pursue : nought ( control ; repeated at phases one and 5 ) , 20 , 40 , and lx mEq K/d consumed as a @DRUG$ supplement or @DRUG$ unfried potato or 40 mEq k from French fries completed at phase 9 .	Participants were partially randomly assigned of the order to testing for nine 5 at d interventions of additional potassium as French : 0 ( control ; K/d and phases mEq and 5 ) , 20 , 40 , - 60 1 repeated consumed as a @DRUG$ supplement or @DRUG$ unfried potato or 40 mEq K from follows fries completed at phase 9 .	Participants were partially randomly assigned to the of testing for nine 5 - d interventions of potassium as follows : 0 ( control ; repeated at phases 1 and 5 ) , 20 , 40 , and 60 mEq K/d consumed as a @DRUG$ supplement or @DRUG$ potato or K from French fries completed phase 9 .	Some participants were randomly assigned to the order in which they would test nine different interventions involving additional potassium. These interventions were either a @DRUG$ supplement (consumed as potassium chloride), a @DRUG$ (unfried potato), or 40 mEq K from French fries. The order of the interventions	0
0	Over the last 30 years, 23 other platinum-based drugs have entered clinical trials with only two (carboplatin and @DRUG$) of these gaining international marketing approval, and another three (nedaplatin, @DRUG$ and heptaplatin) gaining approval in individual nations.	complete the last xxx years , 23 other platinum - based drugs have entered clinical trials with only two ( carboplatin and @DRUG$ ) of these gaining international marketing favorable reception , and another three ( nedaplatin , @DRUG$ and heptaplatin ) gaining favorable reception in item by item nations .	, the last 30 nations , 23 other platinum - based entered have drugs clinical trials with only two ( carboplatin years @DRUG$ ) of these gaining international marketing approval , and another three ( nedaplatin Over @DRUG$ and heptaplatin ) gaining approval in individual and .	the last 30 years , 23 other platinum - based drugs have entered clinical trials with only two ( carboplatin and @DRUG$ ) of these gaining international , and another three ( nedaplatin , @DRUG$ and heptaplatin ) gaining approval in individual nations .	Out of the 23 other platinum-based drugs that have been tested in clinical trials over the last 30 years, only two (carboplatin and @DRUG$) have gained international marketing approval, and another three (nedaplatin, @DRUG$, and heptaplatin) have gained	0
0	CONCLUSIONS: Our study demonstrates that the urinary excretion of formoterol in male humans after oral administration of rac-formoterol is stereoselective with preferential excretion of the active (@DRUG$; R)-formoterol @DRUG$ unchanged drug and glucuronide.	CONCLUSIONS : Our study present that the urinary body waste of formoterol in male humans after oral administration of rac-formoterol is stereoselective with discriminatory body waste of the active ( @DRUG$ ; R ) - formoterol @DRUG$ unaltered drug and glucuronide .	CONCLUSIONS : Our study excretion that the urinary excretion of formoterol in male humans after oral administration of rac-formoterol R stereoselective with preferential demonstrates of the active ) @DRUG$ ; is ( - formoterol @DRUG$ unchanged drug and glucuronide .	CONCLUSIONS : Our study demonstrates that the urinary excretion in male humans oral administration of rac-formoterol is stereoselective with preferential excretion of the active ( @DRUG$ ; R - formoterol @DRUG$ unchanged drug and glucuronide .	The active (@DRUG$) form of formoterol is preferentially excreted unchanged in the urine, while the glucuronide is excreted in smaller amounts.	1
0	Eighteen healthy subjects received either a single dose of neramexane (40 @DRUG$ p.o.), @DRUG$ (100 mg) or placebo in a double-blind, randomized, cross-over study.	 healthy subjects received either a single dose of neramexane (  @DRUG$ p.o. ) , @DRUG$ ( 100 atomic number  ) or placebo in a double - blind , randomized , cross-over study .	Eighteen healthy subjects dose either a single 40 of neramexane ( received @DRUG$ p.o. ) in @DRUG$ ( 100 mg ) or placebo , a double - blind , randomized , cross-over study .	Eighteen healthy subjects received a single dose of neramexane ( 40 @DRUG$ p.o. ) , @DRUG$ ( 100 mg ) or placebo in a blind , randomized study .	Eighteen healthy subjects received either a single dose of neramexane ( 40 @DRUG$ p.o. ) , @DRUG$ ( 100 mg ) or placebo in a double - blind , randomized , cross-over study ."Subjects who received neramexane ( 40 DR	0
0	After single or multiple oral doses of 1-10 @DRUG$, @DRUG$ displays less than dose-proportional increases in maximum plasma concentration (C(max)) and area under the plasma concentration-time curve (AUC).	After single or multiple oral exam doses of 1 - decade @DRUG$ , @DRUG$ displays less than dose-proportional increases in maximal plasma assiduousness ( C( max ) ) and area under the plasma assiduousness - time curve ( AUC ) .	After or plasma multiple oral doses of 1 - 10 @DRUG$ , @DRUG$ displays less ) dose-proportional increases in maximum plasma concentration ( C( max AUC ) and area under the single concentration - time curve ( than ) .	After single or multiple oral doses of 1 - 10 @DRUG$ @DRUG$ displays less than dose-proportional in maximum plasma concentration ( C( max ) ) area under the plasma concentration - time AUC .	After single or multiple oral doses of 1 - 10 @DRUG$ , @DRUG$ displays less than dose-proportional increases in maximum plasma concentration ( C( max ) ) and area under the plasma concentration - time curve ( AUC ) ."In other words, the relationship between DR	0
0	In addition, in several preparations, including micro- and macrovasculature, the sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitors of NO-synthase, such as @DRUG$-N(G)-nitroarginine (LNNA) or L-N-nitro-@DRUG$-methyl-ester (L-NAME), has been shown.	In addition , in several preparations , admit micro- and macrovasculature , the sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitor of no more - synthase , such as @DRUG$ - north ( thou ) - nitroarginine ( LNNA ) or L-N-nitro-@DRUG$ - methyl-ester ( L- NAME ) , has been shown .	In addition , in macrovasculature - , including micro- and several , the sensitivity of the vasorelaxing effect of the dihydropyridines to methyl-ester such NO - synthase , of as @DRUG$ - N ( G ) - nitroarginine ( LNNA ) or L-N-nitro-@DRUG$ preparations inhibitors ( L- NAME ) , has been shown .	In addition in several preparations , including micro- and macrovasculature the sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitors of NO synthase , such as @DRUG$ - N ( G ) nitroarginine ( ) or L-N-nitro-@DRUG$ - methyl-ester ( L- ) , has been shown	The sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitors of NO - synthase , such as @DRUG$ - N ( G ) - nitroarginine ( LNNA ) or L-N-nitro-@DRUG$ - methyl	0
0	In a three-period alcohol-interaction study, 30 naltrexone-blocked subjects received HC-ER 50 mg with a 0%, 20%, or 40% @DRUG$/@DRUG$ juice solution after an overnight fast.	In a three - period alcohol-interaction analyse , thirty naltrexone - blocked subjects received HC - ER l mg with a 0 % , 20 % , or 40 % @DRUG$ / @DRUG$ juice answer after an overnight fast .	In a three - period alcohol-interaction study , 30 naltrexone - juice subjects received HC - ER 50 mg with 0 a % after / % , or 40 % @DRUG$ 20 @DRUG$ blocked solution , an overnight fast .	In a three - period alcohol-interaction study 30 naltrexone - blocked subjects received HC - ER 50 mg with a % , 20 % , or 40 % @DRUG$ / @DRUG$ solution after an overnight fast .	In a three - period alcohol-interaction study , 30 naltrexone - blocked subjects received HC - ER 50 mg with a 0 % , 20 % , or 40 % @DRUG$ / @DRUG$ juice solution after an overnight fast ."If you have a drink with a 0	0
1	A peak serum concentration of @DRUG$ of at least 5 mug/ml was achieved in each volunteer with 250 and 500-@DRUG$ doses.	a peak serum concentration of @DRUG$ of at least 5 mug / ml was achieved in each military volunteer with 250 and 500 - @DRUG$ doses .	A peak serum concentration of @DRUG$ of at least 5 mug - ml was achieved in each and with 250 volunteer 500 / @DRUG$ doses .	A serum concentration of @DRUG$ of at least 5 mug / ml was achieved in each volunteer with 250 and 500 - @DRUG$ doses .	The higher the dose of @DRUG$, the higher the peak serum concentration of DRUGA.	1
0	@DRUG$ (bemiparin sodium; Hibor, Ivor, Zibor, Badyket) is a low molecular weight heparin (LMWH) with a lower mean molecular weight (3600 @DRUG$) and a higher anti-Xa/IIa ratio (8:1) than other LMWHs.	@DRUG$ ( bemiparin na ; Hibor , Ivor , Zibor , Badyket ) is a downcast molecular weight heparin ( LMWH ) with a take down mean molecular weight ( 3600 @DRUG$ ) and a higher anti-Xa / IIa proportion ( 8:1 ) than other LMWHs .	@DRUG$ ( bemiparin sodium ) Hibor , Ivor , Zibor , a ) is a low 8:1 weight heparin ( LMWH ) with a ( mean molecular weight lower 3600 @DRUG$ ) and Badyket higher anti-Xa / IIa ratio ( molecular ; than other LMWHs .	@DRUG$ ( bemiparin sodium ; Hibor , Ivor , Badyket ) is a low molecular weight heparin ( LMWH ) with a lower mean molecular weight ( @DRUG$ ) and a higher anti-Xa IIa ratio ( 8:1 ) than other LMWHs .	@DRUG$ is a low molecular weight heparin ( LMWH ) with a lower mean molecular weight ( 3600 ) and a higher anti-Xa / IIa ratio ( 8:1 ) than other LMWHs .	1
0	Based on best available evidence, adverse event profile, and expert consensus, topiramate, propranolol, nadolol, metoprolol, amitriptyline, @DRUG$, candesartan, Petasites (butterbur), riboflavin, @DRUG$, and magnesium citrate received a strong recommendation for use from the CHS.	Based on best useable evidence , adverse upshot profile , and skilful consensus , topiramate , propranolol , corgard , metoprolol , amitriptyline , @DRUG$ , candesartan , petasites ( butterbur ) , riboflavin , @DRUG$ , and magnesium citrate received a strong recommendation for use from the CHS .	Based on best expert evidence , adverse event profile , and received and , topiramate , propranolol , , , metoprolol , available , @DRUG$ nadolol candesartan , Petasites ( butterbur ) , riboflavin , @DRUG$ , consensus magnesium citrate amitriptyline a strong recommendation for use from the CHS .	Based on best evidence , adverse event profile , and expert consensus , topiramate , nadolol , metoprolol , amitriptyline , @DRUG$ , candesartan , Petasites ( ) , riboflavin , @DRUG$ , received a strong recommendation for use from the CHS .	Based on best available evidence , adverse event profile , and expert consensus , topiramate , propranolol , nadolol , metoprolol , amitriptyline , @DRUG$ , candesartan , Petasites ( butterbur ) , riboflavin	1
0	Additionally, the following substances inhibiting the progress of experimental myopia are discussed: atropine, oxyphenonium, pirenzepine, chlorpyrifos, apomorphine, reserpine, 6-hydroxy dopamine, dextromethorphan, MK-801, APV, bicuculline, SR95531, CACA, TPMPA, dextrorphanol, @DRUG$, D- and L-naloxane, @DRUG$-NAME, formoguanamine, beta-xyloside, central and peripheral antagonists of VIP, and basic fibroblast growth factor.	Additionally , the followers subject matter inhibiting the build of experimental myopia are discussed : atropine , oxyphenonium , pirenzepine , chlorpyrifos , apomorphine , reserpine , 6 - hydroxy dopastat , dextromethorphan , MK - 801 , APV , bicuculline , SR95531 , CACA , TPMPA , dextrorphanol , @DRUG$ , D- and L-naloxane , @DRUG$ - NAME , formoguanamine , beta-xyloside , exchange and computer peripheral antagonists of very important person , and basic fibroblast growth factor .	Additionally NAME the following substances discussed the progress of experimental myopia inhibiting are : atropine , oxyphenonium , factor , chlorpyrifos , apomorphine , reserpine , 6 - , dopamine , CACA , MK - 801 , APV , bicuculline , SR95531 , dextromethorphan , TPMPA , dextrorphanol , @DRUG$ , D- and L-naloxane , @DRUG$ - , hydroxy formoguanamine , beta-xyloside , central and peripheral antagonists of VIP , and basic fibroblast growth pirenzepine .	Additionally , the following substances inhibiting the of experimental myopia are : atropine oxyphenonium , pirenzepine , chlorpyrifos apomorphine , reserpine , 6 - hydroxy dopamine , dextromethorphan , MK - 801 , APV , bicuculline , SR95531 , CACA , TPMPA dextrorphanol , @DRUG$ , D- and L-naloxane , @DRUG$ - NAME , formoguanamine , beta-xyloside , central and peripheral antagonists of VIP , fibroblast growth factor .	@DRUG$ and @DRUG$ are substances that inhibit the progress of experimental myopia.	0
1	Flumazenil 10 @DRUG$/kg given as pretreatment reduced the threshold dose of @DRUG$ approximately 20% indicating a synergistic interaction.	Flumazenil 10 @DRUG$ / kg given as pretreatment reduced the threshold dose of @DRUG$ approximately 20 % betoken a interactive interaction .	Flumazenil 10 @DRUG$ / kg given as pretreatment reduced % the dose of @DRUG$ approximately 20 threshold indicating a synergistic interaction .	Flumazenil 10 @DRUG$ / kg as pretreatment reduced the threshold dose of @DRUG$ approximately 20 % synergistic .	Flumazenil 10 @DRUG$ / kg given as pretreatment reduced the threshold dose of @DRUG$ approximately 20 % indicating a synergistic interaction ."Flumazenil 10 DRUGA / kg given as pretreatment reduced the threshold dose of DRUGB approximately 20 %	0
0	To curtail inadvertent or accidental potassium overdoses, physicians should prescribe any @DRUG$ supplements very carefully to their patients and @DRUG$ the plasma potassium periodically.	To curtail inadvertent or accidental potassium overdoses , physicians should prescribe any @DRUG$ supplements very carefully to their patients and @DRUG$ the plasm potassium sporadically .	To inadvertent curtail or accidental potassium overdoses , physicians should prescribe any @DRUG$ supplements to carefully very their patients and @DRUG$ the plasma potassium periodically .	curtail inadvertent or accidental potassium overdoses , physicians prescribe any @DRUG$ supplements very carefully to their patients @DRUG$ the potassium periodically .	To avoid accidental potassium overdoses, physicians should prescribe any @DRUG$ supplements very carefully to their patients and monitor the plasma potassium levels periodically.	1
0	The sedative and @DRUG$ suppressing properties of @DRUG$ (45 and 60 mg) and nitrazepam (10 and 15 mg) were examined in eight healthy male subjects.	The sedative and @DRUG$ suppressing properties of @DRUG$ ( 45 and 60 milligram ) and nitrazepam ( tenner and xv milligram ) were examined in eight healthy male subjects .	and sedative and @DRUG$ suppressing properties mg @DRUG$ ( 45 and and mg ) 60 nitrazepam ( 10 The 15 of ) were examined in eight healthy male subjects .	sedative and @DRUG$ suppressing properties of @DRUG$ ( 45 and 60 ) and nitrazepam ( 10 and 15 mg ) were examined in eight healthy male subjects .	The sedative and @DRUG$ suppressing properties of @DRUG$ ( 45 and 60 mg ) and nitrazepam ( 10 and 15 mg ) were examined in eight healthy male subjects ."DRUGA is a sedative, and it suppresses the effects of DRUGB.	0
0	Further, preclinical data demonstrated that lumateperone uniquely acts @DRUG$ an indirect modulator of glutamatergic phosphoprotein with D1-dependent augmentation of both @DRUG$ and AMPA activity via the mammalian target of rapamycin (mTOR) pathway, mechanisms thought to predict potent and rapid antidepressant effects.	Further , preclinical data demonstrated that lumateperone unambiguously acts @DRUG$ an indirect modulator of glutamatergic phosphoprotein with D1 - dependent augmentation of both @DRUG$ and AMPA activity via the mammalian quarry of rapamycin ( mTOR ) pathway , mechanisms persuasion to foretell potent and rapid antidepressant effects .	Further , preclinical data demonstrated with lumateperone uniquely acts @DRUG$ an indirect modulator of glutamatergic phosphoprotein that D1 - via augmentation of both @DRUG$ and ( activity dependent thought mammalian target of rapamycin AMPA mTOR ) pathway , mechanisms the to predict potent and rapid antidepressant effects .	Further , preclinical demonstrated that lumateperone uniquely acts @DRUG$ an indirect modulator of phosphoprotein with D1 - augmentation of both @DRUG$ and AMPA activity via the mammalian target of rapamycin ( mTOR pathway , mechanisms thought to predict potent and rapid antidepressant .	Lumateperone acts as an indirect modulator of glutamatergic phosphoprotein activity, which results in an increase in both @DRUG$ and AMPA activity. This is thought to predict potent and rapid antidepressant effects.	1
0	When the effects of @DRUG$ on the metabolism of itopride, cisapride, and @DRUG$ citrate (mosapride) were examined using human liver microsomes, ketoconazole strongly inhibited the formation of the primary metabolites of cisapride and mosapride, but not itopride.	When the effects of @DRUG$ on the metabolism of itopride , cisapride , and @DRUG$ citrate ( mosapride ) were examined expend human liver colored microsomes , ketoconazole strongly stamp down the organization of the primary metabolites of cisapride and mosapride , but not itopride .	of the effects When @DRUG$ on the metabolism of itopride were cisapride , and @DRUG$ citrate the mosapride ) , examined using human liver microsomes , ketoconazole strongly of ( formation of the primary metabolites inhibited cisapride and mosapride , but not itopride .	When the effects of @DRUG$ on the metabolism of itopride , cisapride , and @DRUG$ citrate ( mosapride ) were examined using human liver microsomes , ketoconazole strongly inhibited the formation of the primary metabolites of cisapride and mosapride but not itopride .	When @DRUG$ is taken, it can inhibit the metabolism of cisapride and mosapride, but not itopride.	1
0	MATERIALS AND METHODS: In chronic experiments, male Wistar rats were injected intermittently with @DRUG$ (2.0 @DRUG$/kg, i.p., three times per week) or vehicle (saline, 2.0 ml/kg) for 1 month.	MATERIALS AND METHODS : inward chronic experiments , male Wistar scum bag were injected intermittently with @DRUG$ ( 2.0 @DRUG$ / kg , i.p. , three prison term per week ) or vehicle ( saline , 2.0 cc / kg ) for 1 month .	MATERIALS week METHODS : In chronic experiments , male Wistar rats were injected intermittently with @DRUG$ ( 2.0 @DRUG$ ( kg , AND , three times or i.p. ) per vehicle / saline , 2.0 ml / kg ) for 1 month .	MATERIALS AND METHODS : In experiments , male Wistar rats were injected intermittently with @DRUG$ ( 2.0 / kg , , three times per week ) or vehicle ( , 2.0 ml / kg for 1 .	MATERIALS AND METHODS : In chronic experiments , male Wistar rats were injected intermittently with @DRUG$ ( 2.0 @DRUG$ / kg , i.p. , three times per week ) or vehicle ( saline , 2.0 ml / kg ) for 1 month	0
0	The present study discussed the central and complex role that the @DRUG$ system performs in energy homeostasis in muscle cells, as well @DRUG$ its alterations in pathological conditions.	The submit study discuss the central and complex role that the @DRUG$ system performs in energy homeostasis in muscle cells , as comfortably @DRUG$ its alterations in pathological conditions .	The present study discussed the central and complex role pathological the @DRUG$ system performs in energy homeostasis in muscle , cells as well @DRUG$ in alterations its that conditions .	The present study discussed the central complex role that the @DRUG$ system performs in energy homeostasis muscle cells as well @DRUG$ its alterations in conditions .	The @DRUG$ system is responsible for maintaining energy balance in muscle cells, and @DRUG$ can be altered in pathological conditions.	0
0	These AEDs do not appear to have a common mechanism of action in that both inhibitory gamma-aminobutyric acid (@DRUG$; e.g., @DRUG$, clonazepam, and valproate) and excitatory glutamate (e.g., lamotrigine and topiramate) mechanisms are involved.	These AEDs do not look to have a plebeian chemical mechanism of action in that both inhibitory gamma-aminobutyric acid ( @DRUG$ ; e.g. , @DRUG$ , clonazepam , and valproate ) and excitatory glutamate ( e.g. , lamotrigine and topiramate ) chemical mechanism are involved .	These AEDs do not appear to have excitatory common mechanism of action e.g. both that inhibitory gamma-aminobutyric acid ( @DRUG$ ; in , @DRUG$ and clonazepam , and valproate ) , a glutamate ( e.g. , lamotrigine and topiramate ) mechanisms are involved .	These AEDs not appear to have a common mechanism of action in that both inhibitory gamma-aminobutyric acid ( @DRUG$ ; e.g. , @DRUG$ , clonazepam and valproate ) and excitatory glutamate ( e.g. , lamotrigine and topiramate ) mechanisms are involved .	These AEDs do not appear to have a common mechanism of action, as both inhibitory gamma-aminobutyric acid (@DRUG$) and excitatory glutamate (@DRUG$) mechanisms are involved.	0
1	Some drugs, like cis-flupentixol, @DRUG$, 7-ketocholestanol and tamoxifen, inhibit SR31747 binding only with the mammalian enzymes, whereas other drugs, like @DRUG$ and fenpropimorph, are much more effective with the yeast enzyme than with the mammalian ones.	or so drugs , like cis-flupentixol , @DRUG$ , 7 - ketocholestanol and estrogen antagonist , inhibit SR31747 binding only with the mammal enzymes , whereas other drugs , like @DRUG$ and fenpropimorph , are much more effective with the barm enzyme than with the mammal ones .	Some drugs , like cis-flupentixol - @DRUG$ , 7 , ketocholestanol and tamoxifen , inhibit enzymes binding only are the mammalian SR31747 , whereas other drugs with like @DRUG$ and fenpropimorph , , much more effective with the yeast enzyme than with the mammalian ones .	Some drugs , cis-flupentixol , @DRUG$ , 7 - and , inhibit SR31747 binding only the mammalian enzymes , whereas other drugs , like @DRUG$ and fenpropimorph , much more effective with the yeast enzyme than with the mammalian ones .	Some drugs, like cis-flupentixol, inhibit SR31747 binding only with the mammalian enzymes, whereas other drugs, like @DRUG$ and fenpropimorph, are much more effective with the yeast enzyme than with the mammalian ones.	1
0	The greatest decrease in plasma HC (by 37%) during the intervention was observed in those subjects in the supplemented group with initial plasma HC in the high 50th percentile, and correlated significantly with increases in red blood cell @DRUG$ (R = -0.64, P < 0.0001) but not with serum @DRUG$.	The greatest decrease in plasma HC ( by 37 % ) during the treatment was observed in those subjects in the supplemented group with initial plasma HC in the eminent th percentile , and correlated importantly with increases in red blood cell @DRUG$ ( radius = - 0.64 , P < 0.0001 ) but not with serum @DRUG$ .	0.0001 greatest decrease HC plasma HC ( by 37 % supplemented during the intervention was observed in those subjects in the in group with initial plasma in in the high 50th percentile , and red significantly with increases ) correlated blood cell @DRUG$ ( R = - 0.64 , P < The ) but not with serum @DRUG$ .	The greatest decrease in plasma HC ( by 37 ) during the intervention was observed in those subjects in the supplemented group with initial plasma HC in the high 50th percentile , and correlated significantly increases red cell @DRUG$ ( R = - 0.64 , P < 0.0001 ) but not serum @DRUG$ .	The greater the decrease in HC ( by 37 % ) during the intervention, the greater the increase in red blood cell @DRUG$, but not serum @DRUG$.	0
1	@DRUG$ 600 mg intravenously every 12 hours has been shown to have similar efficacy to vancomycin plus @DRUG$ for the treatment of complicated skin and skin structure infections and to ceftriaxone for the treatment of community-acquired bacterial pneumonia in phase III clinical trials.	@DRUG$ 600 mg intravenously every 12 hr has been shown to have similar efficacy to vancomycin plus @DRUG$ for the treatment of complicated skin and skin structure infections and to rocephin for the treatment of community - develop bacterial pneumonia in phase angle III clinical trials .	@DRUG$ 600 mg intravenously of 12 hours has been shown to have every efficacy to vancomycin plus @DRUG$ for the treatment of for skin and skin structure infections and to ceftriaxone complicated the treatment similar community - acquired bacterial pneumonia in phase III clinical trials .	@DRUG$ 600 mg intravenously every 12 hours has been shown have similar efficacy to vancomycin plus @DRUG$ for the of complicated skin and skin structure infections and to ceftriaxone the treatment of community - acquired bacterial pneumonia in phase III clinical trials	@DRUG$ is just as effective as vancomycin plus @DRUG$ for the treatment of complicated skin and skin structure infections, and it is also just as effective as ceftriaxone for the treatment of community-acquired bacterial pneumonia.	0
1	@DRUG$ was efficiently absorbed and rapidly converted to R-@DRUG$ after oral dosing in rats, dogs, and monkeys.	@DRUG$ was efficiently engross and rapidly converted to R-@DRUG$ after oral exam dosing in rats , dogs , and monkeys .	@DRUG$ was to absorbed and rapidly converted efficiently R-@DRUG$ after oral and in rats , dogs , dosing monkeys .	was absorbed and rapidly converted R-@DRUG$ after oral dosing in rats , dogs , and monkeys .	@DRUG$ is converted to @DRUG$ after being absorbed, and this happens rapidly in rats, dogs, and monkeys.	0
0	Diets included (i) the semipurified diet with no cholesterol (Con), (ii) the Con diet plus 0.25% cholesterol (Ch-con), or the Ch-con diet with (iii) 1% phytosterols (Ste), (iv) 1% phytostanols (Sta), (v) 1.76% @DRUG$ esters (esterified to fish oil, SteF), (vi) 0.71% stanol esters (esterified to ascorbic acid [disodium ascorbyl phytostanol phosphate, @DRUG$], 0.7% StaA) and (vii) 1.43% stanol esters (1.4% StaA), respectively.	diet include ( i ) the semipurified diet with no cholesterin ( bunko game ) , ( two ) the bunko game diet positive 0.25 % cholesterin ( Ch-con ) , or the Ch-con diet with ( iii ) i % phytosterols ( Ste ) , ( foursome ) i % phytostanols ( Sta ) , ( v) 1.76 % @DRUG$ esters ( esterified to pisces oil , SteF ) , ( sextuplet ) 0.71 % stanol esters ( esterified to ascorbic acid [ disodium ascorbyl phytostanol phosphate , @DRUG$ ] , 0.7 % StaA ) and (  ) 1.43 % stanol esters ( 1.4 % StaA ) , respectively .	Diets included ( i ) the semipurified diet with no cholesterol ( Con Ch-con , 0.7 ) ) the Con diet phytostanols ) ( cholesterol ( Ch-con ) ii or the with diet ) ( iii 0.25 1 % % ( Ste ) , ( iv , % % plus ( Sta ) , ( v) 1.76 1 @DRUG$ esters ( esterified to fish oil , SteF ) , ( vi ) 0.71 phytosterols stanol esters ( esterified to ascorbic acid [ disodium ascorbyl phytostanol phosphate , @DRUG$ ] , % % StaA ) and ( vii ) 1.43 % stanol esters ( 1.4 % StaA ) , respectively .	Diets included i ) the semipurified diet with no cholesterol ( Con ) , ( ii ) the Con diet 0.25 % cholesterol ( Ch-con ) , or the Ch-con diet with ( iii ) 1 % ( Ste ) , ( iv ) 1 % phytostanols ( Sta , ( v) 1.76 % @DRUG$ esters ( esterified to fish oil , ) ( ) 0.71 % stanol esters ( esterified to ascorbic acid [ disodium ascorbyl phosphate , @DRUG$ ] , % StaA ) and ( vii ) 1.43 % esters ( 1.4 % StaA ) , respectively .	The diets included (i) the semipurified diet with no cholesterol (Con), (ii) the Con diet plus 0.25% cholesterol (Ch-con), or the Ch-con diet with (iii) 1% phytosterols (Ste), (iv) 1% ph	1
0	In contrast, 9-cis-@DRUG$, @DRUG$ and acitretin show some promise, but more data are required, while all- trans N-(4-hydroxyphenyl)retinamide is quite promising.	In direct contrast , 9 - cis- @DRUG$ , @DRUG$ and acitretin show some foretell , but more data are required , while all - trans N -( 4- hydroxyphenyl ) retinamide is quite an promising .	In , , 9 - cis- @DRUG$ contrast @DRUG$ and acitretin while show promise , but more data are required , some all - trans N -( 4- hydroxyphenyl ) retinamide is quite promising .	In contrast , 9 - cis- @DRUG$ , @DRUG$ and acitretin show some promise , more data are required while all - trans N -( 4- hydroxyphenyl ) retinamide is quite promising .	9-cis-@DRUG$, @DRUG$, and acitretin show some promise, but more data are required. However, all-trans N-(4-hydroxyphenyl) retinamide is quite promising.	0
0	In the review below, we outline the history of therapy with @DRUG$-asparaginase, the development of PEG-L-@DRUG$, and clinical trials in which it has been administered.	In the review below , we delineate the history of therapy with @DRUG$ - elspar , the development of peg down -L-@DRUG$ , and clinical trials in which it has been administered .	and the review below , we outline the history of it with @DRUG$ - asparaginase , the development of PEG administered , In clinical trials in which therapy has been -L-@DRUG$ .	In review below , we outline the history of therapy with @DRUG$ - , the development of PEG -L-@DRUG$ and clinical trials in which it has administered .	@DRUG$ is a drug that is used to treat cancer, and PEG-L-@DRUG$ is a drug that is used to treat cancer and that is administered in a different way than DRUGA.	0
0	At this rate, about 4 microg of @DRUG$ is absorbed from a single use of @DRUG$ on both underarms.	atomic number  this rate , about 4 microg of @DRUG$ is absorbed from a exclusive use of @DRUG$ on both underarms .	At this a rate about 4 microg of @DRUG$ is absorbed from , single use of @DRUG$ on both underarms .	At this rate about 4 microg @DRUG$ is absorbed from a single use of @DRUG$ on both underarms .	For every 4 microg of @DRUG$ absorbed from a single use of @DRUG$ on both underarms, 1 microg of DRUGB is also absorbed.	0
0	Serum blood @DRUG$ @DRUG$ levels increased and serum sodium levels decreased in horses receiving 10 mg/kg; however, these changes were not associated with number of days on treatment and no value for either variable was outside the normal reference range.	Serum rip @DRUG$ @DRUG$ levels increased and serum sodium levels decreased in horses receiving 10 mg / kilogram ; however , these changes were not associated with number of days on treatment and no value for either variable was international the normal extension range .	Serum blood @DRUG$ @DRUG$ levels increased and was sodium serum decreased in outside receiving 10 reference / kg ; however , these changes were not associated with number of days on treatment and no value for either variable levels horses the normal mg range .	Serum @DRUG$ @DRUG$ levels increased and serum sodium levels decreased in horses receiving 10 mg / kg ; however , these changes were not associated with number of on and no value for either variable was outside the normal reference range .	Serum blood @DRUG$ @DRUG$ levels increased and serum sodium levels decreased in horses receiving 10 mg / kg ; however , these changes were not associated with number of days on treatment and no value for either variable was outside the normal reference range .	0
0	This may explain the individual variability with all these drugs which, from the pharmacokinetic point of view, is the @DRUG$ @DRUG$ with tricyclic agents.	This may explain the soul variability with all these drugs which , from the pharmacokinetic stage of view , is the @DRUG$ @DRUG$ with tricyclic agents .	This point explain the individual variability with all these drugs which , from the agents may of view , is the @DRUG$ @DRUG$ with tricyclic pharmacokinetic .	may explain the individual variability all these drugs which , from the pharmacokinetic point of view , is the @DRUG$ @DRUG$ with tricyclic agents .	The variability in how people respond to these drugs is due, in part, to the pharmacokinetic interaction between @DRUG$ and @DRUG$.	0
0	After 1 week of dose escalation, there was a fixed dosage regimen of either @DRUG$ (200 mg daily) or clomipramine (150 @DRUG$ daily) during weeks 2 to 10, followed by flexible dosing of milnacipran (100, 150 or 200 mg daily) or clomipramine (75, 100 or 150 mg daily) during weeks 11 to 26.	After 1 hebdomad of social disease escalation , there was a fixed dosage regimen of either @DRUG$ (  mg daily ) or clomipramine ( cl @DRUG$ daily ) during weeks ii to 10 , come by flexible dosing of milnacipran ( 100 , cl or  mg daily ) or clomipramine ( 75 , 100 or cl mg daily ) during weeks 11 to 26 .	After 1 , of dose escalation , there was a fixed dosage regimen of either @DRUG$ ( 200 ) daily weeks or clomipramine ( 150 @DRUG$ daily ) during dosing 2 to 10 , followed by flexible weeks of milnacipran ( 100 , 150 or 200 mg daily ) or clomipramine 100 75 week ( or mg 150 daily ) during mg 11 to 26 .	After week of dose escalation , there was a fixed regimen of either @DRUG$ ( mg daily ) or clomipramine ( 150 @DRUG$ daily ) during weeks 2 to 10 followed by dosing of milnacipran ( 100 , 150 mg daily or clomipramine ( , 100 or 150 mg daily ) during weeks 11 to 26 .	After 1 week of dose escalation, there was a fixed dosage regimen of either @DRUG$ (200 mg daily) or clomipramine (150 mg daily) during weeks 2 to 10, followed by flexible dosing of milnacipran (100, 150, or 200 mg daily	1
0	The resulting pharmacokinetic parameters for @DRUG$ in human tears were evaluated relative to the @DRUG$(90) values (microg/mL) for besifloxacin against Streptococcus pneumoniae (0.125), Staphylococcus aureus (0.25), Staphylococcus epidermidis (0.5), and Haemophilus influenzae (0.06).	The result pharmacokinetic parameters for @DRUG$ in homo deplumate were evaluated relative to the @DRUG$ ( 90 ) values ( microg / mL ) for besifloxacin against streptococci pneumoniae ( 0.125 ) , staph aureus ( 0.25 ) , staph epidermidis ( 0.5 ) , and Haemophilus influenzae ( 0.06 ) .	The resulting pharmacokinetic parameters for @DRUG$ in human tears ) evaluated relative 0.06 the @DRUG$ ( 90 ) values ( microg / mL ) , ) against Streptococcus pneumoniae ( 0.125 ) , Staphylococcus aureus ( 0.25 besifloxacin to Staphylococcus epidermidis ( 0.5 ) for and Haemophilus influenzae ( , were .	The resulting pharmacokinetic parameters for @DRUG$ in human tears were evaluated relative to the @DRUG$ ( ) values / mL ) for besifloxacin against Streptococcus pneumoniae ( 0.125 ) , Staphylococcus aureus ( 0.25 ) , Staphylococcus epidermidis ( 0.5 ) and Haemophilus ( 0.06 .	The resulting pharmacokinetic parameters for @DRUG$ in human tears were evaluated relative to the @DRUG$ ( 90 ) values ( microg / mL ) for besifloxacin against Streptococcus pneumoniae ( 0.125 ) , Staphylococcus aureus (	0
0	Moreover, the presence of GnRHR in a multitude of non-reproductive tissues including the recent discovery of GnRHR expression in the hippocampi and cortex of the human brain indicates that GnRH analogs such as @DRUG$ @DRUG$ may also act directly via tissue GnRHRs to modulate (brain) function.	Moreover , the presence of GnRHR in a multitude of non-reproductive tissues including the recent epoch discovery of GnRHR expression in the hippocampi and lens cortex of the human brain indicates that GnRH analogs such as @DRUG$ @DRUG$ may also pretend direct via weave GnRHRs to modulate ( brain ) function .	Moreover , the presence and tissue in such multitude of non-reproductive in including the recent discovery GnRHR GnRHR expression tissues the hippocampi of cortex of the human brain indicates that GnRH analogs a as @DRUG$ @DRUG$ may also act directly via of GnRHRs to modulate ( brain ) function .	Moreover , the GnRHR in a multitude of non-reproductive including the recent discovery of GnRHR expression in and cortex of the human brain indicates that GnRH analogs as @DRUG$ @DRUG$ also act directly via tissue GnRHRs to modulate ( brain ) function .	GnRH analogs such as @DRUG$ may also act directly via tissue GnRHRs to modulate (brain) function.	1
0	In several large, randomized, double-blind trials, olmesartan medoxomil 20 @DRUG$ has been shown to be significantly more effective, in terms of primary endpoints, than recommended doses of losartan, @DRUG$, irbesartan, or candesartan cilexetil, and to provide better 24 h BP protection.	inwards several big , randomised , stunt man - blind trials , olmesartan medoxomil 20 @DRUG$ has been shown to be significantly more effective , in terms of primary endpoints , than advocate doses of losartan , @DRUG$ , irbesartan , or candesartan cilexetil , and to provide better 24 h BP protection .	In several provide 24 randomized , double - to trials , olmesartan medoxomil 20 @DRUG$ has been shown blind be significantly more effective , h terms of primary endpoints , than recommended doses of losartan , @DRUG$ , irbesartan , or candesartan cilexetil , and to large protection , in BP better .	In several large , randomized , double - trials , olmesartan medoxomil 20 @DRUG$ been shown to be significantly more effective , in terms of primary endpoints , than recommended doses losartan @DRUG$ , irbesartan , or candesartan cilexetil , and to provide better 24 h BP protection .	Olmesartan medoxomil 20 @DRUG$ has been shown to be significantly more effective than recommended doses of losartan, irbesartan, or candesartan cilexetil, and to provide better 24 h BP protection.	1
0	@DRUG$ and d-aspartate were also detected in the submandibular gland in ratios up to 5%, and D-alanine and @DRUG$-proline were found in oral epithelial cells in ratios of 18% and 5%, respectively.	@DRUG$ and d-aspartate were also detected in the submandibular secretor in ratio up to quintet % , and D-alanine and @DRUG$ - proline were found in oral epithelial cells in ratio of 18 % and quintet % , severally .	@DRUG$ and d-aspartate were also detected in the submandibular gland and ratios , oral 5 % up and D-alanine in @DRUG$ - proline were found in to epithelial cells in ratios of 18 % and 5 , % respectively .	@DRUG$ and d-aspartate were also detected in the submandibular gland in ratios up to 5 % , and D-alanine and @DRUG$ proline were found in oral epithelial cells in ratios of % and 5 % , .	@DRUG$ and d-aspartate were found in the submandibular gland in ratios up to 5 %, and D-alanine and @DRUG$-proline were found in oral epithelial cells in ratios of 18 % and 5 %, respectively.	0
0	The next-generation cystic fibrosis transmembrane conductance regulator (CFTR) corrector VX-659, in triple combination with @DRUG$ and ivacaftor (@DRUG$-tezacaftor-ivacaftor), was developed to restore the function of Phe508del CFTR protein in patients with cystic fibrosis.	The next-generation cystic fibrosis transmembrane conductance regulator ( cftr ) corrector VX - 659 , in triple combination with @DRUG$ and ivacaftor ( @DRUG$ -tezacaftor-ivacaftor ) , was originate to restore the routine of Phe508del cftr protein in patient with cystic fibrosis .	to the cystic fibrosis transmembrane conductance regulator ( CFTR ) corrector VX - 659 with in triple function , @DRUG$ and ivacaftor ( @DRUG$ -tezacaftor-ivacaftor ) , was developed The restore next-generation combination of Phe508del CFTR protein in patients with cystic fibrosis .	The next-generation cystic fibrosis transmembrane conductance regulator ( CFTR ) corrector VX - 659 , in triple combination with @DRUG$ and ivacaftor @DRUG$ -tezacaftor-ivacaftor ) , was developed to restore the function of Phe508del CFTR protein patients with fibrosis .	The next-generation cystic fibrosis transmembrane conductance regulator ( CFTR ) corrector VX - 659 was developed to restore the function of Phe508del CFTR protein in patients with cystic fibrosis . This was done in combination with @DRUG$ ( tezac	1
0	Patients with non-insulin-dependent diabetes had lower total antioxidant activity than age-matched control subjects (433.8 +/- 25.4 vs. 473.9 +/- 30.2 mumol L-1; NS), reflecting lower urate (299.5 +/- 19.4 vs. 324.8 +/- 21.4 mumol @DRUG$-1; NS) and @DRUG$ levels (38.6 +/- 5.7 vs. 58.5 +/- 5.3 mumol L-1; P < 0.05).	Patients with non-insulin-dependent diabetes had lower full antioxidant body process than age-matched hold subjects ( 433.8 +/- 25.4 vs. 473.9 +/- 30.2 mumol L-1 ; n ) , muse lower urate ( 299.5 +/- 19.4 vs. 324.8 +/- 21.4 mumol @DRUG$ -1 ; n ) and @DRUG$ levels ( 38.6 +/- 5.7 vs. 58.5 +/- 5.3 mumol L-1 ; phosphorus < 0.05 ) .	antioxidant L-1 non-insulin-dependent diabetes had lower total Patients ; than age-matched control subjects ( 433.8 +/- 5.3 vs. 473.9 +/- 30.2 mumol with ; NS ) , reflecting lower urate ( 299.5 +/- mumol vs. 324.8 +/- 21.4 mumol @DRUG$ -1 activity NS ) and @DRUG$ levels ( 38.6 +/- 5.7 vs. 58.5 +/- 25.4 19.4 ) ; P < 0.05 L-1 .	Patients with non-insulin-dependent diabetes had lower total antioxidant activity age-matched control subjects ( 433.8 +/- 25.4 vs. 473.9 +/- 30.2 mumol L-1 ; NS ) , reflecting lower urate ( 299.5 +/- 19.4 vs. 324.8 +/- 21.4 mumol @DRUG$ -1 ; NS ) and @DRUG$ levels ( 38.6 5.7 vs. 58.5 +/- 5.3 mumol L-1 ; P < 0.05 )	Patients with non-insulin-dependent diabetes had lower total antioxidant activity than age-matched control subjects, reflecting lower urate and @DRUG$ levels.	1
0	The bimolecular quenching rate constant @DRUG$(@DRUG$), binding constant (K) and number of binding sites (n) were calculated at different temperatures from relevant fluorescence data.	The bimolecular quenching rate invariant @DRUG$ ( @DRUG$ ) , binding invariant ( kelvin ) and number of binding sites ( n ) were count at different temperatures from relevant fluorescence data .	The bimolecular ) rate constant @DRUG$ ( @DRUG$ quenching , binding constant ( fluorescence ) and number of binding sites ( n ) were calculated at different temperatures relevant from K data .	The bimolecular quenching rate constant @DRUG$ ( @DRUG$ ) , binding ( K and number of binding sites ( n ) were calculated at different temperatures from relevant fluorescence data .	The bimolecular quenching rate constant @DRUG$ ( @DRUG$ ) is inversely proportional to the square of the distance between the two molecules ( r2 ). The binding constant ( K ) is proportional to the product of the number of binding sites ( n ) and the dissociation	0
0	Anti-inflammatory effects of @DRUG$-releasing @DRUG$ NCX 1022, in a murine model of contact dermatitis.	anti inflammatory effects of @DRUG$ - releasing @DRUG$ NCX 1022 , in a murine model of contact dermatitis .	Anti-inflammatory effects of @DRUG$ - releasing @DRUG$ NCX 1022 , in a murine model of dermatitis contact .	Anti-inflammatory effects of @DRUG$ - releasing @DRUG$ NCX 1022 in a murine model contact dermatitis .	@DRUG$ helps to release @DRUG$, which has anti-inflammatory effects in a mouse model of contact dermatitis.	0
0	In vitro uptake by the human proton-coupled folate transporter (PCFT) demonstrated minimal transport of @DRUG$-AMT compared with @DRUG$-AMT, mirroring the in vivo findings.	In vitro uptake by the man proton-coupled folate conveyor belt ( PCFT ) demonstrated minimal transport of @DRUG$ - AMT compared with @DRUG$ - AMT , mirror the in vivo findings .	In , PCFT by the human proton-coupled folate ( transporter uptake ) demonstrated minimal transport of @DRUG$ - AMT compared with @DRUG$ - AMT vitro mirroring the in vivo findings .	In vitro uptake by the human proton-coupled folate transporter ( PCFT ) demonstrated minimal transport of @DRUG$ - AMT compared with @DRUG$ - AMT , the in vivo findings .	The human proton-coupled folate transporter ( PCFT ) showed that @DRUG$ was not transported as well as @DRUG$ .	0
0	Piperacillin-@DRUG$ has recently been reformulated to include @DRUG$ and sodium citrate; this new formulation has been shown to be compatible in vitro with the two aminoglycosides, gentamicin and amikacin, allowing for simultaneous Y-site infusion, but not with tobramycin.	Piperacillin-@DRUG$ has latterly been reformulated to include @DRUG$ and sodium citrate ; this fresh formulation has been point to be compatible in vitro with the two aminoglycosides , gentamicin and amikacin , provide for simultaneous Y-site infusion , but not with tobramycin .	Piperacillin-@DRUG$ has recently been reformulated to and compatible include sodium citrate but this new formulation has been shown to be @DRUG$ in vitro with the two aminoglycosides , gentamicin and amikacin , allowing for simultaneous Y-site infusion , ; not with tobramycin .	Piperacillin-@DRUG$ has been reformulated to include @DRUG$ and sodium citrate ; this new formulation been shown compatible in vitro with two aminoglycosides , gentamicin and amikacin , for simultaneous Y-site infusion , but not with tobramycin .	Piperacillin-@DRUG$ has recently been reformulated to include @DRUG$ and sodium citrate. This new formulation has been shown to be compatible in vitro with the two aminoglycosides, gentamicin and amikacin, allowing for simultaneous Y-site infusion,	0
1	Levodopa, the precursor to @DRUG$, coadministered with carbidopa or @DRUG$, aromatic amino acid decarboxylase inhibitors, is the most effective and widely used therapeutic agent in the treatment of PD.	bendopa , the precursor to @DRUG$ , coadministered with carbidopa or @DRUG$ , aromatic amino acrid decarboxylase inhibitors , is the most in force and widely used therapeutic agent in the treatment of PD .	the , the precursor to @DRUG$ effective coadministered with carbidopa or @DRUG$ , aromatic Levodopa acid decarboxylase inhibitors , is the most , and widely used therapeutic agent in amino treatment of PD .	Levodopa , the precursor @DRUG$ , coadministered with carbidopa or @DRUG$ , aromatic amino acid decarboxylase inhibitors , is the effective widely used therapeutic agent in the treatment of PD .	Levodopa, when taken with carbidopa or another aromatic amino acid decarboxylase inhibitor, is the most effective and widely used therapeutic agent in the treatment of PD.	1
0	Antitumor activity of @DRUG$ was shown in two bladder @DRUG$ s.c. xenograft tumor models following intratumoral injections and intravesical treatment in an orthotopic xenograft tumor model when compared with PBS treatment.	Antitumor activity of @DRUG$ was shown in two bladder @DRUG$ s.c. heterograft tumor models following intratumoral injections and intravesical treatment in an orthotopic heterograft tumor modelling when compare with PBS treatment .	Antitumor activity of @DRUG$ in shown was two bladder @DRUG$ s.c. xenograft tumor models following intratumoral injections and PBS treatment in an tumor xenograft orthotopic model when compared with intravesical treatment .	Antitumor activity of @DRUG$ was shown in two bladder @DRUG$ s.c. xenograft models following intratumoral injections and intravesical treatment an orthotopic xenograft tumor model when compared with PBS treatment .	@DRUG$ has been shown to be effective against tumors in mice, when compared to treatment with PBS (a solution of salt and water).	1
1	At week 12, TDI focal scores were significantly greater with all @DRUG$ doses compared with placebo (mean [95% CI]: 15 microg BID, 0.97 [0.25-1.69]; 25 microg BID, 1.08 [0.3-1.86]; 50 microg QD, 1.04 [0.32-1.771), suggesting treatment-associated improvement in dyspnea, however, the difference between @DRUG$ and placebo was not statistically significant (0.36 [-0.40 to 1.12]).	atomic number  calendar week 12 , TDI focal scotch were significantly greater with all @DRUG$ doses compared with placebo ( mean [  % one hundred one ] : fifteen microg BID , 0.97 [ 0.25 -1.69 ] ; twenty five microg BID , 1.08 [ 0.3-1.86 ] ; 50 microg QD , 1.04 [ 0.32-1.771 ) , suggesting treatment - consort improvement in dyspnea , however , the difference between @DRUG$ and placebo was not statistically significant ( 0.36 [ - 0.40 to 1.12 ] ) .	suggesting week 12 , TDI focal scores , significantly greater with QD @DRUG$ doses compared placebo placebo ( mean [ 95 however CI ] : 15 microg the were 0.97 [ 0.25 -1.69 ] ; 25 microg BID , 1.08 [ 0.3-1.86 ] ; 50 microg all , 1.04 [ 0.32-1.771 ) , At treatment - associated improvement in dyspnea , % , statistically difference between @DRUG$ with and was not BID significant ( 0.36 [ - 0.40 to 1.12 ] ) .	At week , TDI focal were significantly greater with all @DRUG$ doses compared with placebo ( mean [ 95 % CI ] : microg BID 0.97 0.25 -1.69 ] ; 25 microg BID , 1.08 [ 0.3-1.86 ] ; 50 microg QD 1.04 [ 0.32-1.771 ) , suggesting treatment - associated improvement in dyspnea , however , the difference between @DRUG$ and placebo was not statistically significant ( 0.36 [ - 0.40 1.12 ] ) .	At week 12, TDI focal scores were significantly greater with all @DRUG$ doses compared with placebo (mean [95% CI]: 15 microg BID, 0.97 [0.25-1.69]; 25 microg BID, 1.08 [0.3-1	1
0	Dipyridamole and @DRUG$-nitrobenzylthioinosine (NBMPR), potent inhibitors of equilibrative nucleoside transport, synergized with NB1011 selectively against 5-fluorouracil (@DRUG$)-resistant H630R10 colon carcinoma cells [combination index (CI)=0.75 and 0.35] and Tomudex-resistant MCF7TDX breast carcinoma cells (CI=0.51 and 0.57), both TS overexpressing cell lines.	Dipyridamole and @DRUG$ - nitrobenzylthioinosine ( NBMPR ) , potent inhibitor of equilibrative nucleoside enthrall , synergized with NB1011 selectively against 5 - fluorouracil ( @DRUG$ ) - tolerant H630 R10 colon carcinoma prison cell [ combining exponent ( CI ) =0.75 and 0.35 ] and Tomudex -resistant MCF7TDX breast carcinoma prison cell ( CI=0.51 and 0.57 ) , both TS overexpressing cell lines .	Dipyridamole lines @DRUG$ - nitrobenzylthioinosine NB1011 NBMPR ) , potent and cells equilibrative nucleoside transport , synergized with ( selectively against 5 - fluorouracil ( @DRUG$ ) combination resistant H630 R10 colon carcinoma of [ - ] ( CI ) =0.75 and 0.35 index and Tomudex -resistant MCF7TDX breast carcinoma cells ( CI=0.51 and 0.57 ) , both TS overexpressing cell inhibitors .	Dipyridamole and @DRUG$ - nitrobenzylthioinosine ( NBMPR ) , potent inhibitors of equilibrative nucleoside transport , synergized selectively against 5 - fluorouracil ( @DRUG$ ) - resistant H630 R10 colon carcinoma cells combination index ( CI ) =0.75 and 0.35 ] and Tomudex -resistant MCF7TDX breast carcinoma cells ( CI=0.51 0.57 ) , both TS cell .	Dipyridamole and @DRUG$ - nitrobenzylthioinosine ( NBMPR ) , potent inhibitors of equilibrative nucleoside transport , synergized with NB1011 selectively against 5 - fluorouracil ( @DRUG$ ) - resistant H	0
0	The maximum concentration was 202 p.p.@DRUG$. 10 products (34%) contained isoeugenyl @DRUG$, which in 9 cases occurred together with isoeugenol.	The maximal concentration was 202 p.p.@DRUG$ . 10 products ( 34 % ) contained isoeugenyl @DRUG$ , which in 9 cases come together with isoeugenol .	( isoeugenol concentration was 202 p.p.@DRUG$ . 10 products The 34 % ) contained isoeugenyl @DRUG$ , which in 9 cases occurred together with maximum .	The maximum concentration was 202 p.p.@DRUG$ . 10 products ( 34 % ) contained isoeugenyl @DRUG$ , which in 9 cases occurred together	34% of the products contained isoeugenyl @DRUG$, which in 9 cases occurred together with isoeugenol.	1
0	GHRH alone increased serum GH to 44.9 +/- 9.8 micrograms/@DRUG$, significantly less than when GHRH, Arg, and @DRUG$ were given.	GHRH entirely increased serum GH to 44.9 +/- 9.8 micrograms / @DRUG$ , importantly less than when GHRH , Arg , and @DRUG$ were given .	GHRH alone increased were / to 44.9 +/- 9.8 micrograms GH @DRUG$ , significantly less than when GHRH , Arg , and @DRUG$ serum given .	GHRH alone increased serum GH 44.9 +/- 9.8 micrograms / @DRUG$ , significantly less than when GHRH , Arg , and @DRUG$ were given .	When GHRH is given alone, it increases serum GH levels by 44.9 +/- 9.8 micrograms. However, when GHRH is given with Arg and @DRUG$, serum GH levels are significantly increased to 83.3 +/- 10.8 micrograms.	1
0	Comparative affinity of duloxetine and venlafaxine for @DRUG$ and @DRUG$ transporters in vitro and in vivo, human serotonin receptor subtypes, and other neuronal receptors.	Comparative chemical attraction of duloxetine and venlafaxine for @DRUG$ and @DRUG$ transporters in vitro and in vivo , human serotonin receptor subtypes , and other neuronic receptors .	receptors and of duloxetine and venlafaxine for @DRUG$ and @DRUG$ transporters in vitro and in vivo , human serotonin receptor subtypes , affinity other neuronal Comparative .	Comparative affinity of duloxetine and venlafaxine for @DRUG$ and @DRUG$ transporters in vitro and vivo , human serotonin receptor subtypes , neuronal receptors	Duloxetine and venlafaxine have a comparative affinity for the @DRUG$ and @DRUG$ transporters. They also have a comparative affinity for human serotonin receptor subtypes, and other neuronal receptors.	0
0	@DRUG$ (200 @DRUG$) was orally administered alone, with 1 g magnesium oxide (MgO), or with 20 mg omeprazole to 13 healthy adult subjects.	@DRUG$ ( 200 @DRUG$ ) was orally administered alone , with 1 g magnesium oxide ( MgO ) , or with  mg prilosec to 13 healthy adult case .	@DRUG$ ( mg @DRUG$ alone was orally administered ) to with 1 g magnesium oxide ( MgO ) , or with 20 200 omeprazole , 13 healthy adult subjects .	@DRUG$ 200 @DRUG$ ) was administered alone , g magnesium oxide ( MgO ) , or with 20 mg to 13 healthy adult subjects .	When @DRUG$ is taken orally, it is most effective when it is taken with 1 g magnesium oxide, or with 20 mg omeprazole.	1
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, @DRUG$, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, @DRUG$, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method tolerate the detection of cure concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , etodolac , fenbufen , fenoprofen , flufenamic acid , ansaid , nuprin , indometacin , kebuzone , @DRUG$ , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naproxen , @DRUG$ , butazolidin , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin in pee samples .	This method acetylsalicylic the detection of therapeutic urine of acemetacin , flufenamic ( paracetamol ) , allowed flurbiprofen , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , indometacin acid , kebuzone , ibuprofen , acetaminophen , acid , @DRUG$ , lonazolac , meclofenamic acid , mefenamic suxibuzone , mofebutazone , naproxen , @DRUG$ , phenylbutazone , acid , tiaprofenic acid , tolfenamic acid , and tolmetin in concentrations samples .	This method allowed the detection of therapeutic acemetacin , acetaminophen ( ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , , ibuprofen indometacin kebuzone , @DRUG$ , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naproxen , @DRUG$ , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , in samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	Multiple studies using standard-dosage (8-15 @DRUG$/kg/d) and high-dosage (20-30 mg/kg/d) @DRUG$ generally show improvement in liver chemistries in PSC patients, and several show improvement in liver histology.	Multiple studies using standard- dosage ( 8- xv DRUG angstrom unit / kg/d ) and high-dosage ( 20- 30 mg /kg /d ) @DRUG$ generally register improvement in liver chemistries in PSC patients , and various register improvement in liver histology .	Multiple using in standard- dosage @DRUG$ 8- 15 DRUG A / kg/d ) and high-dosage improvement 20- 30 mg /kg /d ) ( generally show ( studies liver chemistries in PSC patients , and several show improvement in liver histology .	Multiple studies using standard- dosage ( 8- 15 DRUG A / kg/d ) and high-dosage ( 20- 30 mg /kg /d ) @DRUG$ generally show improvement liver chemistries in PSC patients , and several show improvement in liver histology .	Multiple studies using standard- dosage ( 8- 15 DRUG A / kg/d ) and high-dosage ( 20- 30 mg /kg /d ) @DRUG$ generally show improvement in liver chemistries in PSC patients , and several show improvement in liver histology ."This	1
0	The interaction of pinaverium bromide, a quaternary ammonium compound, with binding sites for (@DRUG$-type) @DRUG$ channel blockers was investigated in rat ileum smooth muscle.	The interaction of pinaverium banality , a quaternary ammonium ion compound , with binding sites for ( @DRUG$ - type ) @DRUG$ channel blockers was investigated in scab ileum smooth muscle .	The interaction bromide pinaverium muscle , a ammonium quaternary compound , with binding sites for ( @DRUG$ - type ) @DRUG$ channel blockers was investigated in rat ileum smooth of .	The interaction of pinaverium bromide , quaternary ammonium compound , binding sites for ( @DRUG$ - type ) @DRUG$ channel blockers was investigated in rat ileum smooth muscle .	Pinaverium bromide binds to the same sites as (@DRUG$-type) @DRUG$ channel blockers, which blocks the action of DRUGA.	0
1	Measurements were performed before and at 5, 15, and 30 minutes after an intravenous loading dose of @DRUG$ (5 to 6 @DRUG$/kg).	Measurements were performed before and at 5 , 15 , and 30 minute of arc after an intravenous lading dose of @DRUG$ ( 5 to 6 @DRUG$ / kg ) .	Measurements ) performed before and at 5 , 15 , 5 30 minutes after an intravenous loading dose of @DRUG$ ( and to 6 @DRUG$ / kg were .	Measurements were performed before and 5 , , and 30 minutes after an intravenous loading dose of @DRUG$ ( 5 to 6 @DRUG$ / kg ) .	Measurements were performed before and at 5 , 15 , and 30 minutes after an intravenous loading dose of @DRUG$ ( 5 to 6 @DRUG$ / kg ) ."DRUGA and DRUGB are related in that they are both drugs. DRUGA is a loading dose	0
0	We studied the 11beta-HSD activity towards cortisol (@DRUG$)/@DRUG$ (E) and dexamethasone (D)/11-dehydro-dexamethasone (DH-D) in microsomes prepared from human kidney cortex.	We examine the 11beta- HSD action towards cortisol ( @DRUG$ ) / @DRUG$ ( E ) and dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - D ) in microsomes prepared from homo kidney cortex .	We D activity 11beta- HSD the towards cortisol ( @DRUG$ ) / @DRUG$ ( E ) and dexamethasone ( D)/11 cortex dehydro-dexamethasone ( DH - studied ) in microsomes prepared from human kidney - .	We studied the 11beta- HSD cortisol ( @DRUG$ ) / @DRUG$ ( E ) and dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - D ) in microsomes prepared from kidney cortex .	We studied the 11beta- HSD activity towards cortisol ( @DRUG$ ) / @DRUG$ ( E ) and dexamethasone ( D)/11 - dehydro-dexamethasone ( DH - D ) in microsomes prepared from human kidney cortex .	0
0	Compared to tapentadol IR 86 mg, the prolonged-release characteristics of tapentadol PR 86 @DRUG$ were evident with a lower Cmax (22.5 @DRUG$/ml vs. 64.2 ng/ml), a longer time to Cmax (5.0 h vs. 1.5 h), a higher half-value duration (HVD: 12.5 h vs. 3.6 h), and a longer mean residence time (MRT: 10.6 h vs. 6.0 h).	Compared to tapentadol iridium 86 atomic number  , the draw out - release characteristics of tapentadol atomic number  86 @DRUG$ were evident with a lower Cmax ( 22.5 @DRUG$ / cubic centimeter vs. 64.2 ng / cubic centimeter ) , a longer time to Cmax ( 5.0 henry vs. 1.5 henry ) , a higher half - economic value duration ( HVD : 12.5 henry vs. 3.6 henry ) , and a longer mean abode time ( MRT : 10.6 henry vs. 6.0 henry ) .	Compared to tapentadol IR 86 mg , the prolonged - release characteristics of tapentadol PR 86 @DRUG$ were evident with / lower Cmax ( 22.5 @DRUG$ higher 3.6 residence 64.2 ng a ml ) , a longer time to ) ( 5.0 h vs. 1.5 h Cmax , a / half - value duration ( HVD 6.0 12.5 h vs. longer h ) vs. and a ml mean , time ( MRT : 10.6 h vs. : h ) .	Compared to tapentadol IR 86 mg the prolonged release characteristics of tapentadol 86 @DRUG$ were evident with a lower Cmax ( @DRUG$ / vs. 64.2 ng / ml ) , a longer time to Cmax ( 5.0 h vs. 1.5 h ) , a higher half - value duration ( HVD : 12.5 h vs. 3.6 h ) and a longer mean residence ( MRT : 10.6 h vs. 6.0 h ) .	Compared to tapentadol IR 86 mg, the prolonged-release characteristics of tapentadol PR 86 @DRUG$ were evident with a lower Cmax (22.5 @DRUG$/ml vs. 64.2 ng/ml), a longer time to Cmax (5.0	0
0	@DRUG$ part of the bilastine development program, and as mandated by regulatory authorities, several studies were performed with oral @DRUG$ in different animal species to evaluate its toxicity profile.	@DRUG$ part of the bilastine development program , and as mandated by regulative authorities , respective study were performed with oral @DRUG$ in different animal species to evaluate its toxicity profile .	@DRUG$ part of the bilastine with program development and as mandated animal regulatory authorities , several studies were performed , oral @DRUG$ in different by species to evaluate its toxicity profile .	@DRUG$ part of the bilastine development program , and as mandated by regulatory authorities , several studies were performed with oral @DRUG$ in different animal species to evaluate its toxicity profile .	@DRUG$ is part of the bilastine development program, and as mandated by regulatory authorities, several studies were performed with oral @DRUG$ in different animal species to evaluate its toxicity profile.	0
0	RESULTS: In the primary analysis, AP significantly improved Ashworth scores compared with placebo over the dosing interval: least-squares mean reduction versus placebo was 0.60 for AP 20 mg (P=0.0059) and 0.88 for @DRUG$ 30 mg (@DRUG$=0.0007).	RESULTS : In the primary analysis , AP significantly improved Ashworth scores compare with placebo over the dosing time interval : least-squares average reduction versus placebo was 0.60 for AP twenty mg ( P=0.0059 ) and 0.88 for @DRUG$ 30 mg ( @DRUG$=0.0007 ) .	RESULTS : In over primary analysis , AP significantly improved Ashworth scores compared with mean the the dosing interval ) least-squares placebo reduction versus placebo was 0.60 for P=0.0059 20 mg ( AP ) and 0.88 for @DRUG$ 30 mg ( @DRUG$=0.0007 : .	RESULTS : In the primary analysis , AP significantly Ashworth scores compared with placebo over the dosing interval : least-squares mean versus placebo was 0.60 for AP 20 ( P=0.0059 ) and for @DRUG$ 30 mg ( @DRUG$=0.0007 ) .	AP significantly improved Ashworth scores compared with placebo over the dosing interval : least-squares mean reduction versus placebo was 0.60 for AP 20 mg ( P=0.0059 ) and 0.88 for @DRUG$ 30 mg ( @DRUG$=0.0007 ) .	0
0	Kinetic analysis of transport indicated that the apparent affinities ( @DRUG$ (@DRUG$)) of MeHg-L-cysteine uptake by LAT1 and LAT2 (98+/-8 and 64+/-8 microM respectively) were comparable with those for methionine (99+/-9 and 161+/-11 microM), whereas the V (max) values were higher for MeHg-L-cysteine, indicating that it may be a better substrate than the endogenous amino acid.	energizing analysis of transport indicated that the apparent affinities ( @DRUG$ ( @DRUG$ ) ) of MeHg-L-cysteine uptake by LAT1 and LAT2 ( xcviii + / -8 and 64 +/-8 microM respectively ) were like with those for methionine ( 99 + / -9 and 161+/-11 microM ) , whereas the phoebe ( max ) values were higher for MeHg -L-cysteine , indicating that it crataegus oxycantha be a proficient substrate than the endogenous amino group acid .	Kinetic analysis of transport indicated that MeHg-L-cysteine apparent affinities ( @DRUG$ ( @DRUG$ ) ) of the uptake by LAT1 and LAT2 ( 98 + / -8 and acid +/-8 microM it 64 were comparable with those for methionine ( 99 + / -9 and 161+/-11 microM be , whereas the V ( max may values were higher for MeHg -L-cysteine , indicating that respectively ) ) a better substrate than the endogenous amino ) .	Kinetic analysis of transport indicated that the apparent affinities ( @DRUG$ ( @DRUG$ ) ) MeHg-L-cysteine uptake LAT1 and LAT2 ( 98 / -8 and 64 +/-8 microM respectively ) were with those methionine ( 99 + / -9 and 161+/-11 microM ) , whereas the ( max ) values were higher for MeHg -L-cysteine indicating that it may be a better substrate than the endogenous acid .	The apparent affinities ( @DRUG$ ( @DRUG$ ) ) of MeHg-L-cysteine uptake by LAT1 and LAT2 ( 98 + / -8 and 64 +/-8 microM respectively ) were comparable with those for methionine ( 99 + / -9	0
1	However, @DRUG$ has better tolerability, in particular weakness was reported to be occur less frequently with tizanidine than with @DRUG$.	nonetheless , @DRUG$ has better tolerability , in particular helplessness was reported to be occur less frequently with tizanidine than with @DRUG$ .	, However @DRUG$ has better tolerability , in particular weakness was reported to be occur tizanidine frequently with less than with @DRUG$ .	However , @DRUG$ has better tolerability , in particular weakness was reported to be occur less frequently with tizanidine than with @DRUG$ .	@DRUG$ is better tolerated than @DRUG$, with weakness being reported to occur less frequently with tizanidine than with DRUGB.	0
0	To maintain potent anticancer activity without side effects, p-dodecylaminophenol (@DRUG$-DDAP) was designed based on structure-activity relationships of @DRUG$.	To maintain potent anticancer activity without side effect , p-dodecylaminophenol ( @DRUG$ - DDAP ) was designed free base on structure -activity relationships of @DRUG$ .	To maintain potent anticancer of without side ) , p-dodecylaminophenol ( @DRUG$ - DDAP effects was designed based on structure -activity relationships activity @DRUG$ .	To maintain anticancer activity without side effects p-dodecylaminophenol ( @DRUG$ - DDAP ) was designed based on structure -activity relationships of @DRUG$ .	To maintain potent anticancer activity without side effects, p-dodecylaminophenol (@DRUG$) was designed based on the structure-activity relationships of @DRUG$.	0
0	The plasma pharmacokinetics of alpha-dihydroergocryptine (DHEC, CAS 14271-05-7) were investigated in 24 patients with Parkinson disease after the administration of repeated oral doses of 40 mg DHEC twice daily by means of a novel 40 mg @DRUG$ tablet (Almirid 40 @DRUG$ test T) and an established 20 mg DHEC tablet (Almirid 20 mg - reference R).	The plasma pharmacokinetics of alpha-dihydroergocryptine ( DHEC , CAS 14271-05 -  ) were investigated in 24 patients with Parkinson disease after the administration of repeated viva doses of  mg DHEC twice daily by intend of a novel  mg @DRUG$ tablet ( Almirid  @DRUG$ trial T ) and an established xx mg DHEC tablet ( Almirid xx mg - reference R ) .	The plasma pharmacokinetics of after ( DHEC , CAS 14271-05 - 7 ) were reference in 24 patients with Parkinson disease alpha-dihydroergocryptine by administration of repeated oral doses of 40 mg DHEC - daily the means of DHEC novel 40 mg @DRUG$ tablet ( Almirid 40 @DRUG$ test T ) and a established 20 mg an tablet ( Almirid 20 mg twice investigated R ) .	The plasma of alpha-dihydroergocryptine ( DHEC , CAS 14271-05 7 ) were in 24 patients with Parkinson disease after the administration of repeated oral doses of 40 mg DHEC twice daily by means of a 40 mg @DRUG$ tablet Almirid 40 @DRUG$ test T ) and an established 20 mg DHEC tablet ( Almirid 20 mg - R ) .	The plasma pharmacokinetics of alpha-dihydroergocryptine ( DHEC ) were investigated in 24 patients with Parkinson disease after the administration of repeated oral doses of 40 mg DHEC twice daily by means of a novel 40 mg @DRUG$ tablet ( Almirid 40 DRU	1
0	Acute toxicity (LD50) values of @DRUG$ were about 60 @DRUG$/bee (600 microg/kg) at 48 h and about 40 ng/bee (400 microg/kg) at 72 and 96 h. Out of the six imidacloprid metabolites tested, only two (5-hydroxyimidacloprid and olefin) exhibited a toxicity close to that of imidacloprid.	Acute toxicity ( LD50 ) values of @DRUG$ were about lx @DRUG$ / bee ( 600 microg / kg ) at forty eight h and about 40 ng / bee ( 400 microg / kg ) at  and 96 h. Out of the six imidacloprid metabolite time tested , only  ( 5- hydroxyimidacloprid and olefin ) exhibited a toxicity close to that of imidacloprid .	, toxicity ( LD50 ) values of @DRUG$ were about ) @DRUG$ / bee ( 600 microg / kg 60 at 48 h and about 40 ng ( two ( 400 microg / kg ) and 72 the 96 h. Out of and six imidacloprid metabolites tested Acute only bee / 5- hydroxyimidacloprid at olefin ) exhibited a toxicity close to that of imidacloprid .	Acute toxicity ( LD50 ) values of @DRUG$ were about 60 @DRUG$ / bee 600 microg / ) at 48 h and about 40 / bee ( microg / kg ) at 72 and h. Out of the six imidacloprid tested , only two ( 5- hydroxyimidacloprid olefin ) exhibited a close to that of imidacloprid .	The LD50 value of @DRUG$ is about 60 @DRUG$ / bee ( 600 microg / kg ) at 48 h and about 40 ng / bee ( 400 microg / kg ) at 72 and 96 h. Out of the six imidacloprid metabolites tested , only two (	0
0	Of the 92 patients randomized, 47 received 400 mcg @DRUG$ @DRUG$ placebo, and 45 received myo-inositol plus folic acid (4 g myo-inositol plus 400 mcg folic acid).	Of the 92 patient randomized , 47 received 400 microgram @DRUG$ @DRUG$ placebo , and forty five received myo-inositol plus folic acid ( 4 g myo-inositol plus 400 microgram folic acid ) .	Of the 92 randomized patients , 47 received 400 mcg @DRUG$ @DRUG$ placebo , mcg 45 received myo-inositol ( folic acid plus 4 g myo-inositol plus 400 and folic acid ) .	Of the 92 patients randomized , 47 mcg @DRUG$ @DRUG$ placebo , and 45 received myo-inositol plus folic ( 4 g myo-inositol plus 400 mcg folic ) .	Of the 92 patients randomized, 47 received 400 mcg @DRUG$ and 45 received myo-inositol plus folic acid (4 g myo-inositol plus 400 mcg folic acid).	1
0	Its unnatural stereochemistry renders it insensitive to some mechanisms of resistance of tumor cells to @DRUG$-nucleosides, such @DRUG$ deamination by deoxycytidine deaminase and decreased active uptake by nucleoside transporters.	Its unnatural stereochemistry renders it insensitive to some chemical mechanism of resistance of tumour cells to @DRUG$ - nucleosides , such @DRUG$ deamination by deoxycytidine deaminase and decreased active ingestion by nucleoside transporters .	Its unnatural stereochemistry renders it insensitive deoxycytidine active mechanisms of resistance such tumor cells to @DRUG$ - nucleosides , of @DRUG$ deamination by to deaminase and decreased some uptake by nucleoside transporters .	Its unnatural stereochemistry renders insensitive to mechanisms of resistance of tumor cells to @DRUG$ - nucleosides , such @DRUG$ deamination by deoxycytidine deaminase and decreased active uptake by nucleoside transporters	@DRUG$ is more resistant to some mechanisms of resistance of tumor cells to DRUGA - nucleosides , such as @DRUG$ deamination by deoxycytidine deaminase and decreased active uptake by nucleoside transporters .	0
0	The rats were then randomised into ten groups and received, for two more weeks, the same diet repleted with @DRUG$ (550 mg Mg/kg) @DRUG$: oxide, chloride, sulphate, carbonate, acetate, pidolate, citrate, gluconate, lactate or aspartate.	The crumb were then randomise into ten group and received , for two more weeks , the same diet repleted with @DRUG$ ( 550 mg Mg / kg ) @DRUG$ : oxide , chloride , sulphate , carbonate , ethanoate , pidolate , citrate , gluconate , suckle or aspartate .	The rats were then randomised into ten groups aspartate received , for two more weeks , the same diet repleted with @DRUG$ or 550 mg Mg / kg ) @DRUG$ : oxide , chloride , , , carbonate , acetate sulphate and , citrate , gluconate , lactate ( pidolate .	The rats were then randomised into ten groups and received , for weeks , the same diet repleted with @DRUG$ ( 550 mg Mg / kg ) @DRUG$ : , chloride sulphate , carbonate , acetate , pidolate citrate , gluconate lactate or .	For two more weeks, the rats received the same diet repleted with either @DRUG$ (550 mg Mg/kg) or @DRUG$: oxide, chloride, sulphate, carbonate, acetate, pidolate, citrate, gluconate, lactate or aspart	0
0	The parameters of interest: clearance (Cl), volume of distribution at steady state (Vss) and elimination half-life were correlated across nine mammal species, including cattle, dog, rat, rabbit, goat, camel, horse, cat and sheep @DRUG$ a function of W using the conventional allometric equation Y = aW(b), where @DRUG$ is the pharmacokinetic parameter, W is the body weight, a is the allometric coefficient (intercept) and b is the exponent that describes the relationship between the pharmacokinetic parameter and W.	The parameter of interest : clearance ( centilitre ) , volume of distribution at stiff state ( phoebe ) and elimination one half - life were correlated across nine mammal coinage , including cattle , dog , rat , rabbit , goat , camel , cavalry , guy and sheep @DRUG$ a function of W using the conventional allometric equation Y = aW ( b ) , where @DRUG$ is the pharmacokinetic parameter , W is the body weight , a is the allometric coefficient ( wiretap ) and b is the proponent that describes the relationship between the pharmacokinetic parameter and W .	The parameters of volume b clearance ( Cl ) , interest of distribution at steady state ( Vss ) and elimination half - life aW is across nine mammal species , including cattle , dog , W , rabbit , goat , camel , horse , cat where sheep @DRUG$ a function of W using correlated conventional allometric equation Y = were ( : ) , W @DRUG$ is the pharmacokinetic parameter , and is the body weight , intercept is the allometric coefficient ( a ) and b the the exponent that describes the relationship between the pharmacokinetic parameter and rat .	The parameters interest : clearance ( ) , of distribution at steady state ( Vss ) and elimination half - life were correlated across nine mammal , including cattle , dog , rat , rabbit , goat camel , horse , cat and sheep @DRUG$ a function of using the conventional allometric equation Y = ( b ) , where @DRUG$ is the pharmacokinetic parameter W is the body weight , a is the allometric coefficient ( intercept ) and b is the that the relationship between the pharmacokinetic parameter and .	The allometric equation Y = aW ( b ) was used to correlate Cl , Vss and elimination half - life across nine mammal species . The allometric coefficient ( a ) and the exponent ( b ) were determined for each pharmacokinetic parameter .	1
0	In clinical studies, @DRUG$ consistently demonstrates reproducible linear pharmacokinetics with approximately 100% @DRUG$.o. bioavailability, noncumulative minimal myelosuppression that is rapidly reversible, and activity against a variety of solid tumors in both children and adults.	In clinical studies , @DRUG$ consistently demonstrates reproducible linear pharmacokinetics with roughly 100 % @DRUG$.o. bioavailability , noncumulative minimal myelosuppression that is rapidly reversible , and activity against a variety of upstanding tumors in both tiddler and adults .	In clinical studies , @DRUG$ and demonstrates reproducible linear pharmacokinetics with adults 100 % @DRUG$.o. bioavailability , noncumulative minimal myelosuppression that is rapidly reversible , and activity against a variety of solid tumors in consistently children both approximately .	In clinical studies , consistently demonstrates reproducible linear pharmacokinetics with approximately 100 % @DRUG$.o. , noncumulative minimal myelosuppression that is rapidly reversible , and activity against a variety of solid both children and adults .	@DRUG$ always behaves in a predictable way when it is taken, with approximately 100% of the drug being absorbed by the body. It also does not cause cumulative damage to the bone marrow, and is effective against a variety of solid tumors in both children and adults.	1
0	Deaths occurred between d 1 and 22.5 in the groups receiving @DRUG$ at 50 and 100 @DRUG$/kg bw and monensin.	Deaths go on between d 1 and 22.5 in the groups receiving @DRUG$ at 50 and 100 @DRUG$ / kilogram bw and monensin .	Deaths occurred / d 1 and 22.5 in the and receiving @DRUG$ at 50 groups 100 @DRUG$ between kg bw and monensin .	occurred between d 1 and 22.5 the groups receiving @DRUG$ 50 and 100 @DRUG$ kg bw and monensin .	Deaths occurred between days 1 and 22.5 in the groups receiving @DRUG$ at 50 and 100 @DRUG$ / kg bw and monensin .	0
0	@DRUG$ and its active metabolite @DRUG$ showed considerable promise in the treatment of these conditions both in experimental animals and in small-scale human clinical trials.	@DRUG$ and its active metabolite @DRUG$ showed considerable promise in the treatment of these conditions both in data based animals and in small -scale human clinical test .	@DRUG$ and its active metabolite @DRUG$ showed considerable promise in the treatment in these conditions both of small animals and in experimental -scale human clinical trials .	@DRUG$ and its active metabolite @DRUG$ showed considerable promise in the treatment of these conditions both experimental animals and -scale human clinical trials .	@DRUG$ and @DRUG$ showed considerable promise in the treatment of these conditions both in experimental animals and in small -scale human clinical trials .	0
0	This report reviews the safety of Aluminum, Calcium, Lithium Magnesium, Lithium @DRUG$ Sodium, Magnesium Aluminum, Magnesium, Sodium Magnesium, and Zirconium Silicates, Magnesium Trisilicate, @DRUG$, Bentonite, Fuller's Earth, Hectorite, Kaolin, Montmorillonite, Pyrophyllite, and Zeolite as used in cosmetic formulations.	This report reviews the safety of Aluminum , atomic number  , li Magnesium , li @DRUG$ Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , @DRUG$ , Bentonite , Fuller 's Earth , Hectorite , Kaolin , Montmorillonite , Pyrophyllite , and Zeolite as practice in decorative expression .	This report reviews the safety of Aluminum , , , Lithium Magnesium , Lithium @DRUG$ Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , as Trisilicate Calcium @DRUG$ , Bentonite , Fuller 's Magnesium , Hectorite , Kaolin , Montmorillonite , formulations , and Zeolite Earth used in cosmetic Pyrophyllite .	This report reviews the of Aluminum Lithium Magnesium , Lithium @DRUG$ Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , @DRUG$ , Bentonite , 's Earth , Hectorite , Kaolin Montmorillonite , Pyrophyllite , and as used in cosmetic formulations	This report reviews the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Sodium , Magnesium Aluminum , Magnesium , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , @DRUG$ , Bentonite , Fuller 's Earth , Hectorite	1
0	The effects of @DRUG$ were approximately @DRUG$ potent as those of 450191-S, but its duration of action was much shorter than that of 450191-S.	The effects of @DRUG$ were approximately @DRUG$ potent as those of 450191 - s , but its length of action was much shorter than that of 450191 -S .	The effects of @DRUG$ were - @DRUG$ potent as those of 450191 approximately S , but its duration of action shorter much was than that of 450191 -S .	effects of @DRUG$ were @DRUG$ potent as those of 450191 - S , but its of action was much shorter than that of 450191 -S .	@DRUG$ is about as potent as @DRUG$, but it wears off much more quickly.	0
0	@DRUG$ compared with the ramipril group, the telmisartan group had lower rates of cough (1.1% vs. 4.2%, P<0.001) and angioedema (0.1% vs. 0.3%, P=0.01) and a higher rate of hypotensive symptoms (2.6% vs. 1.7%, @DRUG$<0.001); the rate of syncope was the same in the two groups (0.2%).	@DRUG$ compare with the ramipril radical , the telmisartan radical had humiliated rates of cough ( 1.1 % vs. 4.2 % , P<0.001 ) and quinckes edema ( 0.1 % vs. 0.3 % , P=0.01 ) and a higher rate of hypotensive symptoms ( 2.6 % vs. 1.7 % , @DRUG$ < 0.001 ) ; the rate of syncopation was the same in the  radical ( 0.2 % ) .	@DRUG$ compared with of ramipril group , P=0.01 telmisartan group had lower rates of cough ( 1.1 % vs. two % , P<0.001 ) and angioedema ( 0.1 % vs. 0.3 % , the ) and a higher rate of same symptoms ( 2.6 % 0.2 % % , @DRUG$ < 0.001 ) ; the rate the syncope was the hypotensive in the 4.2 ( groups vs. 1.7 ) .	@DRUG$ compared with ramipril group , the telmisartan group had lower rates of cough ( 1.1 % vs. 4.2 % , P<0.001 ) and angioedema ( % vs. 0.3 % , P=0.01 ) and a higher rate of hypotensive symptoms ( % vs. 1.7 % , @DRUG$ < 0.001 ) ; the rate of syncope was the same in the two groups ( 0.2 % ) .	@DRUG$ is associated with a lower rate of cough and angioedema, and a higher rate of hypotensive symptoms, compared with @DRUG$.	0
0	The @DRUG$-3 prostate cell line was, therefore, chosen to further examine the antitumor activity of @DRUG$-341.	The @DRUG$ - 3 prostatic cell line was , therefore , chosen to further examine the antineoplastic activity of @DRUG$ - 341 .	The @DRUG$ 341 was prostate cell line 3 , therefore , chosen to further examine the antitumor activity of @DRUG$ - - .	@DRUG$ - 3 prostate cell line was , therefore , chosen to further examine the antitumor activity of @DRUG$ - 341 .	The @DRUG$ - 3 prostate cell line was used to further examine the antitumor activity of @DRUG$ - 341 .	0
0	Detection of @DRUG$ receptor-positive tumours using the new 99mTc-tricine-HYNIC-@DRUG$-Phe1-Tyr3-octreotide: first results in patients and comparison with 111In-DTPA-D-Phe1-octreotide.	sleuthing of @DRUG$ receptor-positive tumours victimisation the new 99 mTc-tricine-HYNIC -@DRUG$ - Phe1 - Tyr3 - octreotide : initiative results in patients and comparison with 111In - DTPA -D- Phe1 - octreotide .	Detection of @DRUG$ receptor-positive and using the new 99 mTc-tricine-HYNIC -@DRUG$ DTPA Phe1 - Tyr3 - - : first results in patients tumours comparison with 111In octreotide - -D- Phe1 - octreotide .	Detection of @DRUG$ receptor-positive using new 99 mTc-tricine-HYNIC -@DRUG$ - Phe1 - Tyr3 - octreotide : first results in patients and comparison with 111In -D- - octreotide .	The new 99 mTc-tricine-HYNIC -@DRUG$ - Phe1 - Tyr3 - octreotide can be used to detect @DRUG$ receptor-positive tumours, and the results can be compared to those obtained with 111In - DTPA -D	0
0	Because A-type @DRUG$+ channels regulate afferent neuron excitability and firing properties, @DRUG$ is a promising new compound for treatment of hyper-reflexic bladder conditions.	Because A-type @DRUG$ + channels regulate afferent neuron excitableness and firing properties , @DRUG$ is a promising freshly compound for treatment of hyper-reflexic bladder conditions .	Because A-type @DRUG$ firing channels regulate afferent neuron excitability and + properties , @DRUG$ is promising a new compound for treatment of hyper-reflexic bladder conditions .	Because A-type @DRUG$ + channels regulate afferent excitability and properties , @DRUG$ is a promising new compound for treatment of hyper-reflexic bladder	@DRUG$ is a compound that helps regulate the excitability and firing properties of afferent neurons, and @DRUG$ is a promising new compound for the treatment of hyper-reflexic bladder conditions.	0
0	Here, the effects of cyclooctadepsipeptides on benzimidazole-, @DRUG$- and ivermectin-resistant populations of Haemonchus contortus in sheep as well @DRUG$ an ivermectin-resistant Cooperia oncophora population in cattle were studied.	hither , the effects of cyclooctadepsipeptides on benzimidazole- , @DRUG$ - and ivermectin-resistant population of Haemonchus contortus in sheep as good @DRUG$ an ivermectin-resistant Cooperia oncophora population in cattle were studied .	oncophora , Here effects on cyclooctadepsipeptides of benzimidazole- , @DRUG$ - and ivermectin-resistant populations of Haemonchus contortus in sheep as well @DRUG$ an ivermectin-resistant Cooperia the population in cattle were studied .	Here the effects of cyclooctadepsipeptides on benzimidazole- , @DRUG$ - and populations of contortus in sheep as well @DRUG$ an ivermectin-resistant Cooperia oncophora population cattle were studied .	Cyclooctadepsipeptides (@DRUG$) can affect the populations of certain types of worms (Haemonchus contortus and Cooperia oncophora) that are resistant to certain drugs (benzimidazoles and ivermectin).	1
0	Significant improvements in least squares mean transitional dyspnoea index focal score for UMEC 125 mg(1.3 units; p,0.05) and change from baseline St George's Respiratory Questionnaire total score for both UMEC doses (-7.9 and -10.87 units, for UMEC 62.5 @DRUG$ and 125 mg, respectively; both @DRUG$,0.001) were noted compared with placebo at week 12 [DOSAGE ERROR CORRECTED].	Significant advance in least squares mean transitional dyspnoea index focal score for UMEC one hundred twenty five milligram ( 1.3 units ; p,0.05 ) and change from baseline St George 's respiratory Questionnaire total score for both UMEC doses ( - 7.9 and - 10.87 units , for UMEC 62.5 @DRUG$ and one hundred twenty five milligram , respectively ; both @DRUG$,0.001 ) were remark compared with placebo at week twelve [ DOSAGE error CORRECTED ] .	Significant improvements week least p,0.05 mean transitional dyspnoea index focal score for UMEC for mg placebo 1.3 units ; squares ) , change from baseline St George 's Respiratory Questionnaire for score , both UMEC doses ( - 7.9 and - 10.87 units total 125 UMEC 62.5 @DRUG$ and 125 mg and respectively ; both @DRUG$,0.001 ) were noted compared with ( at in 12 [ DOSAGE ERROR CORRECTED ] .	Significant improvements in least squares mean transitional dyspnoea focal score for UMEC 125 mg 1.3 units ; p,0.05 ) and change baseline St George 's Respiratory Questionnaire total score both UMEC doses ( - 7.9 and - 10.87 units , UMEC 62.5 @DRUG$ and 125 mg , respectively ; both @DRUG$,0.001 ) were noted compared with placebo at week 12 [ DOSAGE ERROR CORRECTED ] .	Significant improvements in least squares mean transitional dyspnoea index focal score for UMEC 125 mg ( 1.3 units ; p,0.05 ) and change from baseline St George 's Respiratory Questionnaire total score for both UMEC doses ( - 7.9 and - 10	1
0	Effects of food and @DRUG$ on the pharmacokinetics of an oral, extended-release formulation of @DRUG$ in healthy volunteers.	Effects of food and @DRUG$ on the pharmacokinetics of an oral , protract - vent formulation of @DRUG$ in healthy volunteers .	Effects oral food and @DRUG$ on the pharmacokinetics of an , of extended - release formulation of @DRUG$ in healthy volunteers .	Effects of food and @DRUG$ on the pharmacokinetics of oral extended - release formulation of @DRUG$ in volunteers .	The effects of food on the pharmacokinetics of an oral, extended-release formulation of @DRUG$ in healthy volunteers.	1
0	CONCLUSIONS AND CLINICAL RELEVANCE: The results suggest that caudal epidural 0.5 and 1.0 @DRUG$ kg(-1) tiletamine/@DRUG$ increases the threshold to pressure stimulation in the perineal region in horses.	CONCLUSIONS AND clinical RELEVANCE : The results suggest that caudal epidural 0.5 and 1.0 @DRUG$ kg ( - i ) tiletamine / @DRUG$ increases the threshold to pressure stimulation in the perineal part in horses .	CONCLUSIONS AND CLINICAL - ) The results suggest that caudal epidural 0.5 and 1.0 @DRUG$ kg ( RELEVANCE 1 : tiletamine / @DRUG$ increases the threshold to pressure stimulation in horses perineal region in the .	CONCLUSIONS CLINICAL RELEVANCE : results suggest that caudal epidural 0.5 and 1.0 @DRUG$ kg ( - 1 ) tiletamine / @DRUG$ increases the threshold to pressure stimulation in the perineal region in horses .	The results suggest that caudal epidural 0.5 and 1.0 @DRUG$ kg ( - 1 ) tiletamine / @DRUG$ increases the threshold to pressure stimulation in the perineal region in horses ."This means that when horses are given caudal epidural	0
1	Oxidation of @DRUG$ to E: NAD was the exclusively used cosubstrate; the affinity [Michael's constant (Km) for F = 25.5 nmol/L] and the maximum velocity (Vmax = 22.9 nmol/@DRUG$/min) were high.	Oxidation of @DRUG$ to E : NAD was the exclusively expend cosubstrate ; the affinity [ Michael 's constant ( Km ) for farad = 25.5 nmol / L ] and the upper limit velocity ( Vmax = 22.9 nmol / @DRUG$ / min dialect ) were high .	Oxidation of @DRUG$ to E : NAD was the exclusively used cosubstrate ; the affinity [ Michael 's constant ( Km ) for F 22.9 25.5 ] / L nmol / the maximum velocity ( Vmax = = nmol ) @DRUG$ and min / were high .	Oxidation of @DRUG$ to E : NAD was the exclusively used cosubstrate ; the affinity [ Michael constant ( Km ) for F = 25.5 nmol / L ] and velocity ( Vmax = 22.9 nmol / @DRUG$ / min ) high	Oxidation of @DRUG$ to E : NAD was the exclusively used cosubstrate ; the affinity [ Michael 's constant ( Km ) for F = 25.5 nmol / L ] and the maximum velocity ( Vmax = 22.9 nmol / @DRUG$ / min )	0
0	Aerosolized BD 1047 (1 mg ml(-1), 30 min) prevented the antitussive action of SKF-10,047 (5 mg kg(-1)) or DEX (30 mg kg(-1)) given by i.@DRUG$. administration and, likewise, i.p. administration of BD 1047 (5 mg kg(-1)) prevented the antitussive action of SKF-10,047 given by aerosol (1 @DRUG$ ml(-1)).	Aerosolized BD 1047 ( ane milligram cubic centimeter ( - ane ) , 30 min ) forestall the antitussive action of SKF - 10,047 ( phoebe milligram kilo ( - ane ) ) or DEX ( 30 milligram kilo ( - ane ) ) minded by i.@DRUG$ . administration and , similarly , i.p. administration of BD 1047 ( phoebe milligram kilo ( - ane ) ) forestall the antitussive action of SKF - 10,047 minded by aerosol ( ane @DRUG$ cubic centimeter ( - ane ) ) .	Aerosolized BD 1047 ( ) 1 ml ( - and ) , 30 min 1 10,047 the antitussive action of SKF - prevented ( 5 mg kg ( - 1 ) ) or DEX ( 30 ml ) ( - mg kg ) given by i.@DRUG$ . administration action , likewise , i.p. administration of BD - ( 5 mg kg ( - 1 ) ) prevented the antitussive 1 of SKF - 10,047 given by aerosol ( 1 @DRUG$ mg ( 1047 1 ) ) .	Aerosolized BD 1047 ( 1 mg ml ( - 1 ) , 30 ) prevented antitussive action of SKF - 10,047 ( 5 mg kg ( 1 ) or DEX ( 30 kg ( - 1 ) ) given by i.@DRUG$ . administration and , , administration of BD 1047 ( 5 mg kg ( - 1 ) ) prevented the antitussive action of SKF - 10,047 given by aerosol ( 1 @DRUG$ ml ( - 1 ) .	Aerosolized BD 1047 ( 1 mg ml ( - 1 ) , 30 min ) prevented the antitussive action of SKF - 10,047 ( 5 mg kg ( - 1 ) ) or DEX ( 30 mg kg ( - 1 ) ) given by i.@DRUG$	1
0	This includes the tricyclic antidepressant amitriptyline, all selective serotonin reuptake inhibitors (SSRIs) reviewed (paroxetine, citalopram, sertraline, and fluoxetine), the newer antidepressants atomoxetine and nefazodone, pergolide, @DRUG$ @DRUG$ well as repetitive transcranial magnetic stimulation (rTMS) for the treatment of depression or depressive symptoms; methylphenidate and modafinil for the treatment of fatigue; amantadine for the treatment of pathological gambling; donepezil, galantamine, and memantine for the treatment of dementia; quetiapine for the treatment of psychosis; fludrocortisone and domperidone for the treatment of orthostatic hypotension; sildenafil for the treatment of erectile dysfunction, ipratropium bromide spray for the treatment of sialorrhea; levodopa/carbidopa controlled release (CR), pergolide, eszopiclone, melatonin 3 to 5 mg and melatonin 50 mg for the treatment of insomnia and modafinil for the treatment of excessive daytime sleepiness.	This admit the tricyclic antidepressant drug amitriptyline , all selective serotonin re uptake inhibitors ( SSRIs ) reviewed ( paroxetine , citalopram , sertraline , and fluoxetine ) , the newer antidepressant drug atomoxetine and serzone , pergolide , @DRUG$ @DRUG$ wellspring as repetitive transcranial magnetic stimulation ( rTMS ) for the treatment of depression or depressive symptoms ; methylphenidate and modafinil for the treatment of fag ; amantadine for the treatment of pathological gambling ; donepezil , galantamine , and memantine for the treatment of dementia ; quetiapine for the treatment of psychosis ; fludrocortisone and domperidone for the treatment of orthostatic hypotension ; viagra for the treatment of erectile disfunction , ipratropium bromide spray for the treatment of sialorrhea ; levodopa / carbidopa hold firing ( atomic number  ) , pergolide , eszopiclone , melatonin 3 to 5 mg and melatonin 50 mg for the treatment of insomnia and modafinil for the treatment of unreasonable day somnolence .	This includes ) tricyclic antidepressant amitriptyline the all selective serotonin reuptake inhibitors ( quetiapine for reviewed nefazodone paroxetine , citalopram , sertraline , and galantamine ) , the newer antidepressants atomoxetine and ( , 3 , @DRUG$ @DRUG$ well as repetitive transcranial magnetic stimulation for rTMS the for the treatment of depression or depressive symptoms ; methylphenidate and modafinil for the treatment of insomnia of amantadine carbidopa the treatment of pathological mg ; donepezil , fluoxetine , for memantine ( the treatment of dementia ; SSRIs ) the treatment of psychosis ; fludrocortisone and domperidone for the treatment of orthostatic hypotension ; sildenafil and the treatment of erectile dysfunction for ipratropium bromide spray for , treatment of sialorrhea ; levodopa / fatigue controlled release ( CR ) , pergolide , eszopiclone , melatonin pergolide to 5 gambling and melatonin 50 mg for the treatment ; , and modafinil for the treatment of excessive daytime sleepiness .	This includes the tricyclic antidepressant amitriptyline , selective serotonin reuptake SSRIs ) reviewed paroxetine , , sertraline and fluoxetine ) , the newer antidepressants atomoxetine and nefazodone , pergolide , @DRUG$ @DRUG$ well as transcranial magnetic stimulation ( rTMS ) for the treatment of or depressive symptoms ; and modafinil for the treatment of fatigue ; amantadine for the treatment of pathological gambling , galantamine , and memantine for the treatment dementia ; quetiapine for the treatment of psychosis ; fludrocortisone and domperidone for the treatment of orthostatic hypotension ; sildenafil for the treatment of erectile dysfunction , ipratropium bromide spray for the sialorrhea ; levodopa / controlled release CR ) , pergolide , eszopiclone , melatonin 3 to 5 mg and melatonin 50 mg for the treatment of insomnia and modafinil for the treatment of excessive sleepiness .	@DRUG$ is a drug that is used to treat a variety of conditions, including depression, fatigue, pathological gambling, dementia, psychosis, orthostatic hypotension, erectile dysfunction, and insomnia. @DRUG$ is a drug that is used to treat a variety of conditions, including depression,	0
0	@DRUG$ (3 @DRUG$/kg; n=8) was used as a reference drug.	@DRUG$ ( 3 @DRUG$ / kg ; n=8 ) was used as a reference dose .	@DRUG$ ( reference @DRUG$ / kg ; n=8 ) was used as a 3 drug .	@DRUG$ ( 3 @DRUG$ / kg n=8 ) was as a reference drug .	For every 3 kg of @DRUG$, there is 8 kg of @DRUG$.	0
1	RESULTS: After 104 weeks of therapy, the @DRUG$ group had lower levels of LDL cholesterol than the atorvastatin group (62.6 vs. 70.2 @DRUG$ per deciliter [1.62 vs. 1.82 mmol per liter], P<0.001), and higher levels of high-density lipoprotein (HDL) cholesterol (50.4 vs. 48.6 mg per deciliter [1.30 vs. 1.26 mmol per liter], P=0.01).	outcome : After 104 weeks of therapy , the @DRUG$ group had grim levels of LDL cholesterin than the lipitor group ( 62.6 vs. 70.2 @DRUG$ per decilitre [ 1.62 vs. 1.82 mmol per liter ] , P<0.001 ) , and higher levels of high-density lipoprotein ( hdl ) cholesterin ( 50.4 vs. 48.6 mg per decilitre [ 1.30 vs. 1.26 mmol per liter ] , P=0.01 ) .	RESULTS ] After 104 weeks of therapy , vs. @DRUG$ group had lower levels of LDL cholesterol than the atorvastatin group ( 62.6 ) 70.2 @DRUG$ per deciliter HDL 1.62 vs. 1.82 mmol per liter : high-density P<0.001 , ) and higher levels of , lipoprotein ( [ vs. cholesterol ( 50.4 vs. 48.6 mg per deciliter [ 1.30 the 1.26 mmol per liter ] , P=0.01 ) .	RESULTS : After 104 weeks of therapy , the @DRUG$ group had lower levels of LDL cholesterol than the atorvastatin group ( vs. 70.2 @DRUG$ per deciliter [ 1.62 vs. per liter , P<0.001 , and higher levels of high-density ( HDL ) cholesterol ( 50.4 vs. 48.6 mg per deciliter [ 1.30 vs. 1.26 mmol per liter ] , P=0.01 ) .	After 104 weeks of therapy, the @DRUG$ group had lower levels of LDL cholesterol than the atorvastatin group (62.6 vs. 70.2 @DRUG$ per deciliter [1.62 vs. 1.82 mmol per liter]), and higher levels of high-	0
0	C57BL/6 female mice were fed six different diets (6 mice/diet) containing 10% fat from corn oil (CO), @DRUG$ (BO), primrose oil (PO), fish-corn oil mix (FC, 9:1, w/w), fish-borage oil mix (FB, 1:3, w/w), or fish-primrose oil mix (FP, 1:3, @DRUG$/w) for 2 wk.	C57BL / 6 female computer mouse were fertilise six spot different diets ( 6 computer mouse / dieting ) containing 10 % juicy from corn oil ( co ) , @DRUG$ ( BO ) , primula oil ( PO ) , fish - corn oil mix ( FC , 9:1 , w /w ) , fish - borage oil mix ( FB , 1:3 , w /w ) , or fish - primula oil mix ( FP , 1:3 , @DRUG$ / w ) for deuce wk .	C57BL , , female w were fed six different fish ( ) mice / diet ) containing 10 % fat from corn oil ( CO ) , @DRUG$ ( BO ) , primrose oil ( PO / , fish - corn oil mix ( FC 6 9:1 / w /w 6 , fish - borage oil mix ( FB , 1:3 , w /w - , or diets ) primrose oil mix ( FP , 1:3 , @DRUG$ ) mice ) for 2 wk .	C57BL / 6 female mice were fed six different diets ( 6 mice / diet ) 10 % fat from corn oil ( CO ) , @DRUG$ ( BO ) , primrose oil ( PO ) , fish - corn oil mix ( FC , 9:1 , w /w ) , fish - borage oil mix ( FB , 1:3 , w /w ) , or fish - primrose oil mix ( FP , , @DRUG$ / w for 2 wk .	C57BL / 6 female mice were fed six different diets ( 6 mice / diet ) containing 10 % fat from corn oil ( CO ) , @DRUG$ ( BO ) , primrose oil ( PO ) , fish - corn oil mix ( FC , 9:1 , w /w ) ,	1
0	Fifteen normal volunteers received randomized (latin square design) and at weekly intervals single oral doses of placebo, 25 mg, 50 mg and 100 @DRUG$ zotepine @DRUG$ well as 50 mg clozapine as reference compound.	Fifteen convention volunteers received randomized ( latin square design ) and at hebdomadary intervals exclusive oral doses of placebo , 25 mg , 50 mg and 100 @DRUG$ zotepine @DRUG$ well as 50 mg clozapine as reference compound .	Fifteen normal volunteers received randomized ( latin square design ) and at weekly intervals single as doses of placebo , 25 mg , 50 mg mg 100 @DRUG$ zotepine @DRUG$ well oral 50 and clozapine as reference compound .	Fifteen normal volunteers received randomized ( latin square design ) and at weekly intervals single oral doses of placebo , 25 mg , 50 mg and 100 @DRUG$ zotepine @DRUG$ well 50 mg clozapine as reference compound .	Fifteen normal volunteers received randomized ( latin square design ) and at weekly intervals single oral doses of placebo , 25 mg , 50 mg and 100 @DRUG$ zotepine @DRUG$ well as 50 mg clozapine as reference compound ."This means that the volunteers were given	0
0	Based on best available evidence, adverse event profile, and expert consensus, topiramate, propranolol, @DRUG$, metoprolol, amitriptyline, gabapentin, candesartan, Petasites (butterbur), riboflavin, coenzyme Q10, and @DRUG$ received a strong recommendation for use from the CHS.	Based on considerably usable evidence , adverse upshot profile , and expert consensus , topiramate , propranolol , @DRUG$ , metoprolol , amitriptyline , gabapentin , candesartan , Petasites ( petasites vulgaris ) , riboflavin , coenzyme Q10 , and @DRUG$ received a secure recommendation for use from the CHS .	amitriptyline on best received evidence , adverse event profile , and recommendation consensus , topiramate , propranolol , @DRUG$ , metoprolol , CHS , gabapentin , candesartan , Petasites ( butterbur ) , riboflavin , coenzyme Q10 , and @DRUG$ available a strong expert for use from the Based .	Based on best available evidence , adverse event profile , and expert consensus , topiramate propranolol , @DRUG$ , metoprolol , amitriptyline , gabapentin , candesartan , Petasites ( ) , riboflavin , Q10 , and @DRUG$ received a strong recommendation for the CHS .	Based on the best available evidence, the adverse event profile, and expert consensus, topiramate, propranolol, @DRUG$, metoprolol, amitriptyline, gabapentin, candesartan, Petasites (butterbur), ribof	1
0	RESULTS: Patients with renal insufficiency had a mean +/- SD apparent total @DRUG$ clearance of 0.168 +/- 0.063 @DRUG$/h/kg, apparent volume of distribution of 4.56 +/- 1.64 l/kg and elimination half-life (t1/2) of 18.8 +/- 1.2 h. Patients with FMF with normal kidney function had a mean clearance of 0.726 +/- 0.110 l/h/kg, volume of distribution of 4.87 +/- 2.05 l/kg and terminal t1/2 of 4.4 +/- 1.0 h. CONCLUSION: The kidneys have an important role in the clearance of colchicine.	RESULTS : patient role with nephritic insufficiency had a mean +/- coyote state patent total @DRUG$ clearance of 0.168 +/- 0.063 @DRUG$ / h/ kilogram , patent bulk of dispersion of 4.56 +/- 1.64 l/ kilogram and excretion half- life ( t1/2 ) of 18.8 +/- 1.2 h. patient role with FMF with normal kidney function had a mean clearance of 0.726 +/- 0.110 l/h/ kilogram , bulk of dispersion of 4.87 +/- 2.05 l/ kilogram and terminal t1 /2 of 4.4 +/- 1.0 h. CONCLUSION : The kidneys have an important use in the clearance of colchicine .	RESULTS : Patients with renal total had a mean +/- SD 0.063 4.56 @DRUG$ clearance of +/- +/- apparent @DRUG$ / h/ kg , apparent mean of distribution of 4.4 +/- 1.64 l/ kg and elimination half- life 1.2 t1/2 ) of 18.8 +/- ( h. Patients with FMF with normal kidney function had a 0.168 clearance of 0.726 +/- 0.110 2.05 kg , volume of distribution of 4.87 volume l/h/ l/ kg and terminal t1 /2 of insufficiency +/- 1.0 h. CONCLUSION : The kidneys have an important role in the clearance of colchicine .	RESULTS : Patients with renal insufficiency had a mean +/- SD total @DRUG$ clearance 0.168 +/- 0.063 @DRUG$ / h/ kg , apparent volume of distribution of +/- 1.64 l/ kg elimination half- life ( t1/2 ) of 18.8 +/- 1.2 h. Patients with FMF with normal kidney function had a mean clearance of 0.726 +/- 0.110 l/h/ kg , volume distribution of 4.87 l/ kg and terminal t1 /2 of 4.4 +/- 1.0 h. CONCLUSION : The kidneys have an important role in the clearance of colchicine .	Patients with renal insufficiency had a mean +/- SD apparent total @DRUG$ clearance of 0.168 +/- 0.063 @DRUG$ / h/ kg , apparent volume of distribution of 4.56 +/- 1.64 l/ kg and elimination half- life ( t1/2	0
0	These conclusions were documented by competitive inhibition studies, utilization of a beta(3)-integrin antibody that blocked uptake of ferric but not ferrous iron, development of an anti-DMT-1 antibody that blocked ferrous iron and manganese uptake but not ferric iron, transfection of DMT-1 DNA into tissue culture cells that showed enhanced uptake of ferrous iron and manganese but neither ferric @DRUG$ nor @DRUG$, hepatic metal concentrations in mk mice showing decreased iron and manganese but not zinc or copper, and data showing that the addition of reducing agents to tissue culture media altered iron binding to proteins of the IMP and DMT-1 pathways.	These conclusions were documented by competitive inhibition analyse , utilization of a genus beta ( 3 ) - integrin antibody that blocked consumption of ferric but not ferric iron , growth of an anti-DMT - 1 antibody that blocked ferric iron and manganese consumption but not ferric iron , transfection of DMT -1 DNA into tissue culture cells that point enhanced consumption of ferric iron and manganese but neither ferric @DRUG$ nor @DRUG$ , hepatic metal tightness in mk mice showing decreased iron and manganese but not zinc or copper , and data showing that the addition of reducing agent to tissue culture media adapted iron hold fast to proteins of the IMP and DMT - 1 nerve pathway .	These conclusions 1 documented by competitive inhibition studies , utilization of a beta ( 3 ) - integrin antibody that blocked uptake copper ferric but not ferrous iron , development of an anti-DMT - were antibody that blocked ferrous iron and manganese uptake , not ferric iron but transfection of DMT -1 DNA into ferric tissue cells that showed enhanced uptake of ferrous iron and manganese but neither tissue @DRUG$ nor @DRUG$ of hepatic metal concentrations in mk mice showing decreased iron and manganese but culture zinc or , , pathways data showing that the addition 1 reducing agents to culture not media altered iron binding to proteins of the IMP and DMT - of and .	These conclusions were documented by competitive inhibition studies utilization of a beta ( 3 ) - integrin antibody that blocked uptake of ferric but not ferrous iron , development an anti-DMT - 1 antibody that ferrous iron and manganese uptake but ferric iron , transfection DMT -1 DNA into tissue culture cells that showed enhanced uptake of ferrous iron and but neither ferric @DRUG$ nor @DRUG$ , hepatic concentrations in mice showing decreased iron and manganese but not or , data showing the addition of reducing agents tissue media altered iron binding to proteins of IMP and DMT - 1 pathways .	@DRUG$ and @DRUG$ are two proteins that are involved in the uptake of different types of iron. DRUGA is involved in the uptake of ferric iron, while DRUGB is involved in the uptake of ferrous iron and manganese. The two proteins compete with each other	0
1	Selective cytochrome P450 inhibitors for CYP1A1/2 (@DRUG$ and 7,8-benzoflavone) and CYP3A4 (troleandomycin, gestodene, and ketoconazole) inhibited the formation of desmethylcyclobenzaprine, a major metabolite of @DRUG$, in human liver microsomes.	selective cytochrome P450 inhibitors for CYP1A1/2 ( @DRUG$ and 7,8- benzoflavone ) and CYP3A4 ( troleandomycin , gestodene , and ketoconazole ) inhibited the formation of desmethylcyclobenzaprine , a major metabolite of @DRUG$ , in human liver colored microsome .	microsomes cytochrome P450 inhibitors for CYP1A1/2 ( @DRUG$ and 7,8- benzoflavone ) and of , troleandomycin , gestodene , and ketoconazole ) inhibited the formation CYP3A4 desmethylcyclobenzaprine ( a major metabolite of @DRUG$ , in human liver Selective .	Selective cytochrome P450 inhibitors for CYP1A1/2 ( @DRUG$ and 7,8- benzoflavone and CYP3A4 ( , gestodene , and ketoconazole ) inhibited the formation desmethylcyclobenzaprine , a major metabolite @DRUG$ , in liver microsomes .	@DRUG$ and 7,8- benzoflavone selectively inhibit the formation of desmethylcyclobenzaprine , a major metabolite of @DRUG$ , in human liver microsomes .	0
1	However, @DRUG$ similarly to abecarnil and @DRUG$, antagonized isoniazid-induced increase (61%) in [35S]-TBPS binding to rat cortical membranes.	yet , @DRUG$ similarly to abecarnil and @DRUG$ , antagonized isoniazid-induced increase ( 61 % ) in [ 35S ] - TBPS truss to rat cortical membranes .	However , @DRUG$ % to abecarnil and @DRUG$ , antagonized isoniazid-induced increase ( 61 similarly TBPS in [ 35S ] - ) binding to rat cortical membranes .	However @DRUG$ similarly to abecarnil and @DRUG$ , antagonized isoniazid-induced increase ( 61 % ) in [ 35S ] - TBPS binding to rat cortical membranes	@DRUG$ antagonizes the increase in [35S] - TBPS binding to rat cortical membranes that is induced by @DRUG$.	0
0	Following intravenous administration of clavulanic acid to the @DRUG$ subjects, the clearance, and volume of distribution at steady-state were 0.21 @DRUG$/min, and 12.01, respectively.	adopt intravenous administration of clavulanic acid to the @DRUG$ subjects , the clearance , and intensity of dispersion at steady -state were 0.21 @DRUG$ / min , and 12.01 , respectively .	Following intravenous administration of clavulanic acid to were @DRUG$ subjects , the clearance , and of 0.21 distribution at steady -state the volume @DRUG$ / min , and 12.01 , respectively .	Following intravenous administration acid to the @DRUG$ subjects , the clearance , and volume of at steady -state were 0.21 @DRUG$ / min , and 12.01 , respectively .	Clavulanic acid was rapidly cleared from the circulation and had a volume of distribution at steady state of 12.01 liters.	1
1	Cox model proportional hazards regression analysis showed that the relative risk of developing such complications was >50% lower (0.46; p < 0.001) in the @DRUG$ group compared with the @DRUG$ group.	cox model proportional hazards regression psychoanalysis showed that the relative risk of developing such complications was > 50 % lower ( 0.46 ; atomic number  < 0.001 ) in the @DRUG$ group compared with the @DRUG$ group .	Cox model proportional the regression analysis showed that the relative risk of developing such with p > 50 % lower ( 0.46 ; was < 0.001 ) in hazards @DRUG$ group compared complications the @DRUG$ group .	Cox model hazards regression analysis showed that the relative of developing such complications was > 50 % lower ( 0.46 ; p < 0.001 ) in @DRUG$ group compared with the @DRUG$ group .	The relative risk of developing such complications was > 50 % lower in the @DRUG$ group compared with the @DRUG$ group.	0
0	The expressed protein, which we have named SMIT2, cotransports @DRUG$ with a K(@DRUG$) of 120 microm and displays a current-voltage relationship similar to that seen with SMIT (now called SMIT1).	The expressed protein , which we have named SMIT2 , cotransports @DRUG$ with a K( @DRUG$ ) of  microm and video display a current-voltage relationship similar to that seen with afflict ( now called SMIT1 ) .	120 expressed protein , which we have named SMIT2 SMIT1 cotransports @DRUG$ with a K( @DRUG$ ) The of microm and displays a current-voltage relationship similar to that seen with SMIT ( now called , ) .	The expressed , which have named SMIT2 , cotransports @DRUG$ with a K( @DRUG$ ) 120 and displays a current-voltage relationship to that seen with SMIT ( now called SMIT1 )	SMIT2 cotransports @DRUG$ with a K( @DRUG$ ) of 120 microm and displays a current-voltage relationship similar to that seen with SMIT ( now called SMIT1 ) .	0
0	Significant decreases in mean 4-hour PPG were also observed for alogliptin 25, 100, and 400 mg compared with placebo after lunch (-15.8 mg/dL [P=0.030]; -29.2 @DRUG$/dL [P=0.002]; -27.1 mg/dL [@DRUG$=0.009]; and +14.3 mg/dL, respectively) and after dinner (-21.9 mg/dL [P=0.017]; -39.7 mg/dL [P<0.001]; -35.3 mg/dL [P=0.003]; and +12.8 mg/dL).	significant decrement in mean  - minute PPG were likewise observed for alogliptin  , 100 , and four hundred atomic number  compared with placebo after dejeuner ( - 15.8 atomic number  / dl [ P=0.030 ] ; - 29.2 @DRUG$ / dl [ P=0.002 ] ; - 27.1 atomic number  / dl [ @DRUG$=0.009 ] ; and + 14.3 atomic number  / dl , respectively ) and after dinner ( - 21.9 atomic number  / dl [ P=0.017 ] ; - 39.7 atomic number  / dl [ P<0.001 ] ; - 35.3 atomic number  / dl [ P=0.003 ] ; and + 12.8 atomic number  / dl ) .	Significant decreases in mean 4 - hour PPG were also [ lunch alogliptin 25 , 100 , / 400 mg compared with placebo after P<0.001 ( - 15.8 mg / dL observed P=0.030 ] ; - 29.2 and / dL [ P=0.002 ] ; - 27.1 mg / dL [ ] ] ; and 14.3 + mg / dL , respectively ) @DRUG$ after dinner ( - 21.9 [ / dL [ P=0.017 ] ; - 39.7 for / dL mg mg dL ; - 35.3 mg / @DRUG$=0.009 [ P=0.003 ] ; and + 12.8 mg and dL ) .	decreases in mean 4 - hour were also observed for 25 , 100 , and 400 compared with placebo after lunch ( - 15.8 / dL [ P=0.030 ; - @DRUG$ / dL [ P=0.002 ] ; - 27.1 mg / dL [ @DRUG$=0.009 ] ; and + 14.3 mg / , respectively ) and after ( - 21.9 mg / dL [ P=0.017 ] ; - 39.7 mg / dL [ P<0.001 ] ; - 35.3 mg / dL [ P=0.003 ] ; and + 12.8 mg / dL ) .	Significant decreases in mean 4 - hour PPG were also observed for alogliptin 25 , 100 , and 400 mg compared with placebo after lunch ( - 15.8 mg / dL [ P=0.030 ] ; - 29.2 mg / dL [ P=0.	1
0	Final report on the safety assessment of aluminum silicate, calcium silicate, magnesium @DRUG$ silicate, magnesium silicate, magnesium trisilicate, sodium magnesium silicate, zirconium silicate, @DRUG$, bentonite, Fuller's earth, hectorite, kaolin, lithium magnesium silicate, lithium magnesium sodium silicate, montmorillonite, pyrophyllite, and zeolite.	Final report on the prophylactic assessment of al silicate , ca silicate , magnesium @DRUG$ silicate , magnesium silicate , magnesium trisilicate , sodium magnesium silicate , zirconium silicate , @DRUG$ , bentonite , good 's earth , hectorite , kaolin , atomic number  magnesium silicate , atomic number  magnesium sodium silicate , montmorillonite , pyrophyllite , and zeolite .	Final , on the safety assessment of aluminum silicate , calcium silicate , magnesium @DRUG$ silicate sodium magnesium silicate , magnesium trisilicate , sodium magnesium silicate , silicate silicate , @DRUG$ , bentonite , 's , earth , hectorite Fuller kaolin report lithium magnesium silicate , lithium magnesium , zirconium , montmorillonite , pyrophyllite , and zeolite .	Final report on the safety assessment of aluminum silicate , calcium silicate , magnesium @DRUG$ silicate , magnesium silicate , magnesium trisilicate , sodium magnesium silicate , zirconium silicate , @DRUG$ , bentonite , Fuller 's earth , hectorite , kaolin , lithium magnesium silicate , lithium magnesium sodium silicate , montmorillonite , pyrophyllite , and zeolite .	Aluminum silicate, calcium silicate, magnesium @DRUG$ silicate, magnesium silicate, magnesium trisilicate, sodium magnesium silicate, zirconium silicate, @DRUG$, bentonite, Fuller's earth, hectorite, kaolin, lithium magnesium silicate	0
0	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol, new generation antipsychotics represented by risperidone, olanzapine, ziprasidone, quetiapine, and @DRUG$, as well @DRUG$, with those of preferential D2/3, D4, 5-HT1A, 5-HT2A, 5-HT2C, alpha1, and alpha2 receptor ligands.	The essence of sertindole was compared to those get with the reference antipsychotic drugs clozapine and haldol , novel generation antipsychotics represented by risperidone , olanzapine , ziprasidone , quetiapine , and @DRUG$ , as well @DRUG$ , with those of preferential D2/3 , D4 , pentad - HT1A , pentad - HT2A , pentad - HT2C , alpha1 , and alpha2 receptor ligand .	The effect of sertindole was - to with obtained those the reference antipsychotic drugs clozapine and haloperidol , new generation antipsychotics represented by risperidone , olanzapine , ziprasidone , quetiapine , D4 @DRUG$ , as well @DRUG$ , with those and preferential , , and , 5 - HT1A , 5 compared HT2A D2/3 5 - HT2C , alpha1 , of alpha2 receptor ligands .	effect of sertindole was compared to those obtained the reference antipsychotic drugs clozapine and haloperidol , new generation antipsychotics represented by risperidone olanzapine , ziprasidone , quetiapine , and @DRUG$ , as well @DRUG$ , with those of preferential D2/3 , D4 , 5 HT1A , 5 - HT2A , 5 - HT2C , alpha1 , and alpha2 receptor ligands .	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol , new generation antipsychotics represented by risperidone , olanzapine , ziprasidone , quetiapine , and DR	1
1	OBJECTIVE: To determine the relative beta1-selectivity of three beta-blockers (nebivolol, @DRUG$ and atenolol), administered orally at normal therapeutic doses, by assessing their impact on the beta2-mediated, haemodynamic and biochemical responses to a @DRUG$ infusion, which decreases serum potassium and increases serum glucose and insulin.	OBJECTIVE : To determine the relative beta1 - selectivity of three beta-blockers ( nebivolol , @DRUG$ and tenormin ) , administered orally at normal cure dot , by assessing their impact on the beta2 - mediated , haemodynamic and biochemical responses to a @DRUG$ infusion , which fall blood serum potassium and increases blood serum glucose and insulin .	OBJECTIVE : To on the relative beta1 - selectivity potassium three beta-blockers ( nebivolol , @DRUG$ and and atenolol , administered orally at normal therapeutic doses , by assessing their impact determine the beta2 - mediated , haemodynamic and of responses to a @DRUG$ infusion , which decreases serum biochemical and increases serum glucose ) insulin .	OBJECTIVE : To determine the relative beta1 - selectivity of three beta-blockers ( nebivolol , @DRUG$ and atenolol ) , administered orally at normal therapeutic doses , by assessing their impact on the beta2 - mediated , haemodynamic and biochemical responses to a @DRUG$ infusion , which decreases serum potassium and increases serum glucose and .	The beta1-selectivity of nebivolol, @DRUG$, and atenolol was assessed by measuring their impact on the beta2-mediated haemodynamic and biochemical responses to a @DRUG$ infusion.	0
0	Mean half-lives of lamotrigine in healthy volunteers (single and multiple doses) as well @DRUG$ in epileptic patients receiving @DRUG$ monotherapy range from 22.8 to 37.4 hours.	Mean one half - lives of lamotrigine in respectable volunteers ( single and multiple std ) as well @DRUG$ in epileptic patients receiving @DRUG$ monotherapy range from 22.8 to 37.4 hours .	Mean half - lives of lamotrigine patients to volunteers healthy single and multiple doses ) as well @DRUG$ in epileptic in receiving @DRUG$ monotherapy range from 22.8 ( 37.4 hours .	Mean - lives of lamotrigine healthy volunteers ( single and multiple ) as well @DRUG$ in epileptic patients receiving @DRUG$ monotherapy range from 22.8 to 37.4 hours .	The mean half-lives of lamotrigine in healthy volunteers (single and multiple doses) as well as @DRUG$ in epileptic patients receiving @DRUG$ monotherapy range from 22.8 to 37.4 hours.	0
0	The increased activity of midecamycin (MIC90 < or = 0.06 @DRUG$/@DRUG$), as compared to erythromycin (MIC90 = 0.5 mg/L) and to other 14- or 15-membered macrolides, was related to the absence of the ermB determinant in seven isolates which displayed an efflux phenotype (five isolates) or an inducible resistance phenotype due to an ermTR determinant (two isolates).	The increase natural process of midecamycin ( MIC90 < or = 0.06 @DRUG$ / @DRUG$ ) , as liken to erythromycin ( MIC90 = 0.5 mg / L ) and to other 14 - or 15 - membered macrolides , was related to the absence of the ermB determining factor in seven spot isolates which displayed an efflux phenotype (  isolates ) or an inducible resistance phenotype referable to an ermTR determining factor ( two isolates ) .	determinant increased activity of midecamycin ( resistance < L = of @DRUG$ / @DRUG$ ) , as compared to erythromycin ( MIC90 = 0.5 mg was or ) and to other 14 - or 15 - membered macrolides , / related to the the 0.06 absence ermB The an seven isolates which displayed an efflux phenotype ( five isolates ) or in inducible MIC90 phenotype due to an ermTR determinant ( two isolates ) .	The increased activity of midecamycin ( MIC90 < or = 0.06 @DRUG$ / @DRUG$ ) , as compared to erythromycin ( MIC90 = 0.5 mg / L ) and to other 14 - 15 - membered macrolides was related to the absence of the ermB determinant in seven isolates which displayed an efflux phenotype ( five isolates ) or an inducible resistance phenotype to ermTR determinant ( two isolates ) .	The increased activity of midecamycin ( MIC90 < or = 0.06 @DRUG$ / @DRUG$ ) , as compared to erythromycin ( MIC90 = 0.5 mg / L ) and to other 14 - or 15 - membered macrolides ,	0
0	In addition, other p38alpha inhibitors that have advanced to clinical trials over the last three years are discussed, such as BIRB-796 (Boehringer Ingelheim Pharmaceuticals Inc), SCIO-469 and SCIO-323 (Scios Inc), and @DRUG$ (Vertex Pharmaceuticals Inc/Kissei Pharmaceutical @DRUG$).	inward addition , other p38alpha inhibitors that have advanced to clinical trials over the last deuce ace years are discussed , such as BIRB - 796 ( Boehringer Ingelheim pharmaceutical Inc ) , SCIO -469 and SCIO -323 ( Scios Inc ) , and @DRUG$ ( peak pharmaceutical Inc / Kissei pharmaceutical @DRUG$ ) .	In addition , other p38alpha inhibitors that have advanced to three trials over the last -469 / are and , such as BIRB - 796 ( Boehringer Ingelheim Pharmaceuticals years ) , SCIO clinical and SCIO -323 ( Scios Inc ) , discussed @DRUG$ ( Vertex Pharmaceuticals Inc Inc Kissei Pharmaceutical @DRUG$ ) .	In addition , other p38alpha inhibitors that have advanced to clinical trials over the last years discussed , such BIRB - 796 ( Boehringer Ingelheim Pharmaceuticals Inc ) SCIO -469 and -323 ( Scios Inc , and @DRUG$ ( Vertex Pharmaceuticals Inc / Kissei Pharmaceutical @DRUG$ ) .	@DRUG$ is a p38alpha inhibitor that has advanced to clinical trials, and @DRUG$ is a p38alpha inhibitor that is being developed by Vertex Pharmaceuticals Inc / Kissei Pharmaceutical.	0
0	Neither @DRUG$, lasofoxifene, nor @DRUG$ has shown an increase in the incidence of endometrial hyperplasia or carcinoma.	Neither @DRUG$ , lasofoxifene , nor @DRUG$ has evidence an increase in the relative incidence of endometrial hyperplasia or carcinoma .	Neither @DRUG$ , lasofoxifene has nor @DRUG$ , shown an increase in or incidence of endometrial hyperplasia the carcinoma .	Neither @DRUG$ , , @DRUG$ has shown an increase in the incidence of endometrial hyperplasia or carcinoma .	Neither @DRUG$ nor @DRUG$ has shown an increase in the incidence of endometrial hyperplasia or carcinoma.	0
0	In Experiment 1, six electrolyte levels were fed [basal (0.2% Na, 0.33% Cl, 1.10% K); basal plus 0.1% Na (from @DRUG$); basal plus 0.1% K (from potassium chloride); basal plus 0.2% Na (from sodium @DRUG$); basal plus 0.34% K (from potassium chloride); basal plus 0.15% Cl (from ammonium chloride)].	inwards Experiment one , half dozen electrolyte levels were flow [ basal ( 0.2 % Na , 0.33 % Cl , 1.10 % chiliad ) ; basal summation 0.1 % Na ( from @DRUG$ ) ; basal summation 0.1 % chiliad ( from k chloride ) ; basal summation 0.2 % Na ( from na @DRUG$ ) ; basal summation 0.34 % chiliad ( from k chloride ) ; basal summation 0.15 % Cl ( from ammonium chloride ) ] .	In Experiment 1 , six electrolyte chloride were % [ basal ( 0.2 % Na , 0.33 % Cl , 1.10 ( K ) ; 0.1 fed basal 0.2 Na ( from @DRUG$ ) ; basal plus 0.1 % K ( from potassium levels ) ; basal plus % % Na ( from sodium @DRUG$ ) plus basal ; 0.34 % K plus from potassium chloride ) ; basal plus 0.15 % Cl ( from ammonium chloride ) ] .	In 1 , six electrolyte levels were fed basal ( 0.2 % Na , 0.33 % Cl 1.10 K ) basal plus 0.1 % Na ( from @DRUG$ ) basal 0.1 K ( from potassium chloride ) basal plus 0.2 % Na ( from sodium @DRUG$ ) ; basal plus 0.34 % K from chloride ) ; basal plus 0.15 % Cl ( from ammonium chloride ) ] .	In Experiment 1, six electrolyte levels were fed [ basal ( 0.2 % Na, 0.33 % Cl, 1.10 % K) ; basal plus 0.1 % Na (from @DRUG$) ; basal plus 0.1 % K (from potassium chloride) ; basal	1
0	RxOM3FAs that contain both EPA and DHA include omega-3-acid ethyl esters (ethyl esters of EPA and DHA; brand and generic products) and @DRUG$-carboxylic acids (free fatty acids primarily composed of @DRUG$ and DHA), while the RxOM3FA icosapent ethyl (the ethyl ester of EPA) contains EPA only.	RxOM3 fas that comprise both EPA and DHA include omega - trinity - acid ethyl group esters ( ethyl group esters of EPA and DHA ; brand and generic products ) and @DRUG$ - carboxyl acids ( innocent fatty acids primarily composed of @DRUG$ and DHA ) , while the RxOM3FA icosapent ethyl group ( the ethyl group ester of EPA ) contains EPA only .	RxOM3 FAs that contain both EPA and DHA include omega - 3 - and ethyl EPA ( composed products of EPA and DHA ; ) and generic esters brand icosapent @DRUG$ - carboxylic acids ( free fatty acids primarily ethyl of @DRUG$ and DHA ) , while the RxOM3FA acid ethyl ( the ethyl ester of EPA ) contains esters only .	RxOM3 FAs that contain both EPA and DHA include omega - - acid ethyl esters ( ethyl esters of EPA and ; brand generic products ) and @DRUG$ - carboxylic acids ( free fatty acids primarily composed of @DRUG$ DHA ) , while the RxOM3FA icosapent ethyl ( the ethyl ester of EPA ) contains EPA .	RxOM3 FAs that contain both EPA and DHA include omega - 3 - acid ethyl esters ( ethyl esters of EPA and DHA ; brand and generic products ) and @DRUG$ - carboxylic acids ( free fatty acids primarily composed of @DRUG$ and	0
0	Pharmacodynamic studies were carried out on (1-(p-chlorobenzoyl)-5-methoxy-2-methylindole-3-acetoxy]@DRUG$ (@DRUG$, TV 1322, Rantudil), a new strongly acting non-steroidal anti-inflammatory agent for elucidation of its mechanism of action.	Pharmacodynamic studies were carried out on ( single -( p-chlorobenzoyl) -5-methoxy-2-methylindole-3-acetoxy ] @DRUG$ ( @DRUG$ , TV 1322 , Rantudil ) , a new strongly acting non-steroidal anti-inflammatory broker for elucidation of its chemical mechanism of action .	Pharmacodynamic studies were carried out on ( 1 -( p-chlorobenzoyl) -5-methoxy-2-methylindole-3-acetoxy ] @DRUG$ ( @DRUG$ acting TV 1322 , Rantudil of , a new strongly , non-steroidal anti-inflammatory agent its elucidation ) for mechanism of action .	Pharmacodynamic studies were carried out on -( p-chlorobenzoyl) -5-methoxy-2-methylindole-3-acetoxy @DRUG$ ( @DRUG$ , TV 1322 Rantudil ) , new strongly acting anti-inflammatory agent for elucidation of its mechanism of action .	Pharmacodynamic studies were carried out on ( 1 -( p-chlorobenzoyl) -5-methoxy-2-methylindole-3-acetoxy ] @DRUG$ ( @DRUG$ , TV 1322 , Rantudil ) , a new strongly acting	0
0	A long-term five-year randomized controlled trial of @DRUG$, @DRUG$, auranofin and penicillamine in the treatment of patients with rheumatoid arthritis.	A long-term cinque -year randomized controlled trial of @DRUG$ , @DRUG$ , auranofin and penicillamine in the treatment of patients with rheumy arthritis .	A long-term five of randomized controlled trial arthritis @DRUG$ , @DRUG$ , auranofin and penicillamine in the treatment of patients with rheumatoid -year .	A long-term -year randomized controlled trial of @DRUG$ , @DRUG$ , auranofin and penicillamine the treatment of patients with rheumatoid arthritis .	A long-term five -year randomized controlled trial of @DRUG$ and @DRUG$ in the treatment of patients with rheumatoid arthritis .	0
0	In both studies, a greater increase in hemoglobin level from baseline to end of study (day 35) was noted in patients who received ferumoxytol compared with those who received oral @DRUG$ (mean +/- SD 0.82 +/- 1.24 vs 0.16 +/- 1.02 g/dl in patients with stages 1-5 CKD and 1.02 +/- 1.13 vs 0.46 +/- 1.06 g/dl in patients with stage 5D CKD, @DRUG$<0.001).	In both studies , a greater increase in hemoglobin flat from service line to conclusion of study ( daytime 35 ) was noted in patients who received ferumoxytol compared with those who received oral @DRUG$ ( mean +/- SD 0.82 +/- 1.24 quint 0.16 +/- 1.02 g/ dl in patients with stages 1 - quintet CKD and 1.02 +/- 1.13 quint 0.46 +/- 1.06 g/ dl in patients with arrange 5D CKD , @DRUG$ < 0.001 ) .	In both studies , a stage increase in hemoglobin level 5 baseline to compared of vs ( day 35 ) was noted in patients who received ferumoxytol end with those ( received oral @DRUG$ who mean +/- SD 0.82 +/- 1.24 ) 0.16 +/- 1.02 g/ dl in patients greater stages 1 - from CKD and 1.02 +/- 1.13 vs 0.46 +/- 1.06 g/ dl in patients with with 5D CKD , @DRUG$ < 0.001 study .	In both studies , greater increase hemoglobin level from baseline to end of study ( day 35 ) was noted in patients who received ferumoxytol with who received oral @DRUG$ ( mean +/- SD 0.82 +/- 1.24 vs 0.16 +/- 1.02 g/ dl in patients with stages 1 5 CKD and 1.02 1.13 0.46 +/- 1.06 g/ dl in patients with stage 5D CKD , @DRUG$ 0.001 ) .	Ferumoxytol led to a greater increase in hemoglobin levels than oral @DRUG$ did in both studies of patients with stages 1-5 CKD and stage 5D CKD.	1
0	2% and 4% @DRUG$ administration incorporated both into the diet and in the drinking @DRUG$ resulted in a significant decrease in total plasma cholesterol and LDL cholesterol concentration compared to controls.	2 % and 4 % @DRUG$ administration integrate both into the dieting and in the drinking @DRUG$ resulted in a significant decrease in total plasma cholesterin and LDL cholesterin concentration compared to controls .	2 % and 4 % @DRUG$ administration the both in the diet and in incorporated drinking @DRUG$ resulted controls a significant decrease in total plasma cholesterol and LDL cholesterol concentration compared to into .	% and 4 % @DRUG$ administration incorporated both into the and in the drinking @DRUG$ resulted in a significant decrease in total plasma cholesterol and LDL cholesterol concentration compared controls .	When 2% and 4% of @DRUG$ was administered as part of the diet or drinking water, it resulted in a significant decrease in total plasma cholesterol and LDL cholesterol concentration compared to controls.	1
0	In addition, when evaluated in proliferating human umbilical vein endothelial cells (HUVECs), concentrations as low @DRUG$ 10 nmol/@DRUG$ NPI-2358 induced tubulin depolymerization within 30 min.	In improver , when evaluated in proliferate human umbilical vein endothelial cells ( HUVECs ) , concentrations as scurvy @DRUG$ 10 nmol / @DRUG$ NPI - 2358 induced tubulin depolymerization within 30 min .	2358 addition , when evaluated in proliferating human umbilical vein endothelial / ( HUVECs induced , concentrations as low @DRUG$ 10 nmol cells @DRUG$ NPI - In ) tubulin depolymerization within 30 min .	In addition , when evaluated in human umbilical vein endothelial cells ( HUVECs ) , concentrations as low @DRUG$ 10 nmol / @DRUG$ NPI - 2358 induced tubulin depolymerization within 30 min .	When @DRUG$ is present at a concentration of 10 nmol/L, it causes @DRUG$ to depolymerize tubulin within 30 minutes.	0
0	The pathways for @DRUG$- and tefluthrin-induced Ca(2+) influx include N-methyl-@DRUG$ receptors, L-type Ca(2+) channels, and reverse mode of operation of the Na(+)/Ca(2+) exchanger inasmuch as antagonists of these sites blocked deltamethrin-induced Ca(2+) influx.	The pathways for @DRUG$ - and tefluthrin-induced Ca ( deuce + ) inflow include N-methyl - @DRUG$ receptors , L-type Ca ( deuce + ) channels , and reverse mode of surgery of the sodium ( + ) / Ca ( deuce + ) exchanger inasmuch as antagonists of these internet site blockade deltamethrin-induced Ca ( deuce + ) inflow .	The pathways for @DRUG$ - and tefluthrin-induced Ca ( 2 + ) influx include N-methyl exchanger @DRUG$ receptors , L-type blocked ( ( + ) channels , and reverse mode of operation of the + ( + ) deltamethrin-induced Ca ( 2 + ) - inasmuch as antagonists of these sites Ca / Ca 2 2 Na ) influx .	The pathways for @DRUG$ - and tefluthrin-induced Ca ( 2 + ) influx include N-methyl - @DRUG$ receptors , L-type Ca ( 2 ) , and reverse mode of operation of Na ( + ) / Ca ( 2 + exchanger inasmuch as antagonists of these sites blocked deltamethrin-induced Ca ( 2 + ) influx .	@DRUG$ and tefluthrin-induced Ca ( 2 + ) influx are mediated by N-methyl - @DRUG$ receptors , L-type Ca ( 2 + ) channels , and reverse mode of operation of the Na ( + ) / Ca ( 2 + ) exchanger . Antagonists	0
0	Plasma cholesterol level decreased from 5.67+/-0.87 to 5.44+/-0.68 mmol/l (p<0.0001) and plasma triglycerides decreased from 1.92+/-1.07 to 1.78+/-0.80 mmol/@DRUG$ (@DRUG$<0.001).	Plasma cholesterol level fall from 5.67+/-0.87 to 5.44+/-0.68 mmol/l ( p<0.0001 ) and plasma triglyceride fall from 1.92+/-1.07 to 1.78+/-0.80 mmol / @DRUG$ ( @DRUG$ < 0.001 ) .	Plasma to 1.78+/-0.80 decreased from 5.67+/-0.87 to 5.44+/-0.68 mmol/l ( p<0.0001 ) and plasma triglycerides decreased from 1.92+/-1.07 cholesterol level mmol / @DRUG$ ( @DRUG$ < 0.001 ) .	Plasma cholesterol level from 5.67+/-0.87 to 5.44+/-0.68 mmol/l ( p<0.0001 ) and plasma triglycerides decreased from 1.92+/-1.07 to 1.78+/-0.80 mmol / @DRUG$ ( @DRUG$ < ) .	The plasma cholesterol level decreased from 5.67+/-0.87 to 5.44+/-0.68 mmol/l ( p<0.0001 ) and the plasma triglycerides decreased from 1.92+/-1.07 to 1.78+/-0.80 mmol / DR	1
0	One group was given a placebo, a second group received @DRUG$ (25 mg/kg body weight) and the other four groups received @DRUG$ at 1, 10, 50 or 100 mg/kg body weight (bw).	One radical was given a placebo , a secondment radical received @DRUG$ ( 25 milligram / kg body weight ) and the other four groups received @DRUG$ at 1 , 10 ,  or 100 milligram / kg body weight ( bw ) .	One group was given a placebo four a second group received @DRUG$ ( 25 mg kg / body weight ) and the other , groups received @DRUG$ at or kg 10 , 50 1 100 mg / , body weight ( bw ) .	One group was given a placebo , a second group received @DRUG$ ( 25 mg / kg body weight ) and the other four groups received @DRUG$ at 1 , 10 , 50 or 100 mg / kg body weight ( bw ) .	One group was given a placebo, a second group received @DRUG$ (25 mg/kg body weight) and the other four groups received @DRUG$ at 1, 10, 50 or 100 mg/kg body weight (bw).	0
0	The catalytic efficiency of CES1A1 for l-methylphenidate (@DRUG$(cat)/K(@DRUG$) = 7.7 mM(-1) min(-1)) is greater than that of d-methylphenidate (k(cat)/K(m) = 1.3-2.1 mM(-1) min(-1)).	The catalytic efficiency of CES1A1 for l-methylphenidate ( @DRUG$ ( khat ) / K( @DRUG$ ) = 7.7 millimetre ( - 1 ) minute ( - 1 ) ) is swell than that of d-methylphenidate ( k( khat ) / K( thou ) = 1.3-2.1 millimetre ( - 1 ) min( - 1 ) ) .	The catalytic efficiency of CES1A1 m l-methylphenidate 1 @DRUG$ ( cat ) / that @DRUG$ ) k( 7.7 mM ( - 1 ) min ( - 1 ) ) is greater than K( of d-methylphenidate ( = cat ) / K( for ) = 1.3-2.1 mM ( - ( ) min( - 1 ) ) .	The catalytic efficiency of CES1A1 for l-methylphenidate ( @DRUG$ ( cat ) / K( @DRUG$ = 7.7 mM ( - 1 ) min ( - 1 ) ) is greater than that of d-methylphenidate ( k( cat ) / K( m ) = 1.3-2.1 mM ( - 1 ) min( - 1 ) ) .	The catalytic efficiency of CES1A1 for l-methylphenidate ( @DRUG$ ( cat ) / K( @DRUG$ ) ) is greater than that of d-methylphenidate ( k( cat ) / K( m ) ) .	0
0	This review did not find any suggestion that @DRUG$ @DRUG$ is more or less effective in controlling aggressive acute psychosis, or in preventing adverse effects than intramuscular haloperidol, and neither seemed to have a rapid onset of action.	This review did not find any suggestion that @DRUG$ @DRUG$ is more or less effective in controlling aggressive acute psychosis , or in preventing untoward effects than intramuscular haldol , and neither appear to have a rapid onset of natural action .	This effects did not any or suggestion that @DRUG$ @DRUG$ is more intramuscular less effective in controlling aggressive acute psychosis , find in preventing adverse review than or haloperidol , and neither seemed to have a rapid onset of action .	This review find any suggestion that @DRUG$ @DRUG$ is more or less effective in controlling aggressive psychosis or in adverse effects than intramuscular , neither to have a rapid onset of action .	There is no evidence that @DRUG$ is more or less effective than @DRUG$ in controlling aggressive acute psychosis, or in preventing adverse effects.	0
0	At higher cation content, @DRUG$(II) bindings to adenine N-7 and @DRUG$ O-2 are included.	At higher cation substance , @DRUG$ ( deuce ) bindings to adenine N- 7 and @DRUG$ O - 2 are included .	At 2 cation content , @DRUG$ ( II ) bindings to adenine N- 7 are @DRUG$ O - higher and included .	At higher cation content , @DRUG$ ( II ) bindings to adenine N- 7 and @DRUG$ O - 2 are included .	At higher cation content, @DRUG$ (II) binds more strongly to adenine N-7 and @DRUG$ binds more strongly to oxygen O-2.	0
0	Area under the plasma concentration-time curve (AUC) was 80% higher for esomeprazole 20 mg vs. omeprazole, while that for esomeprazole 40 @DRUG$ was more than five times higher (each @DRUG$ < 0.0001).	Area under the plasm concentration - time curve ( united self defense force of colombia ) was 80 % higher for esomeprazole xx mg vs. omeprazole , while that for esomeprazole xl @DRUG$ was more than five times higher ( each @DRUG$ < 0.0001 ) .	Area under the plasma concentration - was curve ( AUC ) was 80 % higher for times 20 mg vs. each , five that for esomeprazole 40 @DRUG$ time more than while esomeprazole higher ( omeprazole @DRUG$ < 0.0001 ) .	Area under the plasma - time curve ( AUC ) was 80 % higher esomeprazole 20 mg vs. omeprazole , while that for esomeprazole 40 @DRUG$ was more than five times higher ( each < 0.0001 ) .	The AUC for esomeprazole 20 mg was 80% higher than for omeprazole, while the AUC for esomeprazole 40 mg was more than five times higher.	1
1	Five days' treatment with @DRUG$ axetil was recently shown to be as effective as 10 days' treatment with either cefuroxime axetil or @DRUG$/clavulanic acid in patients with acute otitis media or acute bronchitis.	little phoebe  hour interval ' treatment with @DRUG$ axetil was recently shown to be as effective as decade  hour interval ' treatment with either cefuroxime axetil or @DRUG$ / clavulanic acid in patients with acute otitis media or acute bronchitis .	Five in ' treatment with @DRUG$ axetil was as shown to be recently effective / 10 days ' treatment with either cefuroxime axetil or @DRUG$ as clavulanic acid days patients with acute otitis media or acute bronchitis .	Five days ' treatment @DRUG$ axetil was recently shown to be as effective as 10 days ' treatment either cefuroxime axetil or @DRUG$ / clavulanic acid in patients with acute otitis media or acute bronchitis .	@DRUG$ is just as effective as @DRUG$ in treating acute otitis media and acute bronchitis.	0
1	RESULTS: Following cumulative intravenous administration, @DRUG$ (1-100 microg/kg), tegaserod (1-1000 microg/kg), BIMU-8 (3-3000 microg/kg), renzapride (10-3000 microg/kg), cisapride (30-3000 microg/kg), and @DRUG$ (30-10,000 microg/kg) produced a dose-dependent increase in esophageal inter-crystal distance.	RESULTS : postdate accumulative endovenous administration , @DRUG$ ( 1-100 microg / kilo ) , tegaserod ( 1-1000 microg / kilo ) , BIMU -8 ( 3-3000 microg / kilo ) , renzapride ( 10-3000 microg / kilo ) , cisapride ( 30-3000 microg / kilo ) , and @DRUG$ ( 30- 10,000 microg / kilo ) produced a dose-dependent growth in esophageal inter-crystal outdistance .	RESULTS : ( cumulative intravenous administration , @DRUG$ ( 1-1000 microg / kg kg , tegaserod ( 1-100 microg / kg ( , BIMU -8 ) 3-3000 microg microg kg ) , renzapride / 10-3000 microg ( kg ) , cisapride ( 30-3000 microg / kg ) , and @DRUG$ Following 30- 10,000 / / ) ) produced a dose-dependent increase in esophageal inter-crystal distance .	RESULTS : Following cumulative intravenous administration , @DRUG$ ( 1-100 microg / kg ) tegaserod ( 1-1000 / kg ) , BIMU -8 ( 3-3000 microg / kg ) , renzapride ( 10-3000 microg / kg ) , cisapride ( 30-3000 microg / ) , and @DRUG$ ( 30- 10,000 microg / kg ) produced a dose-dependent increase in esophageal inter-crystal distance .	The higher the dose of @DRUG$, the greater the distance between crystals in the esophagus.	1
1	A HPLC method with diode-array detection, at 265 nm, was developed and validated for the determination of ten sulfonamides (SAs): @DRUG$ (SDZ), sulfathiazine (STZ), sulfamethoxine (SMTH), sulfamethizole (SMZ), sulfamethoxypyridazine (SMPZ), sulfamonomethoxine (SMMX), sulfamethoxazole (SMXZ), sulfisoxazole (SIX), @DRUG$ (SDMX), and sulfaquinoxaline (SQX) in milk.	adenine HPLC method acting with diode-array signal detection , at 265 new mexico , was developed and validated for the decision of ten sulfonamides ( sturmabteilung ) : @DRUG$ ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX ) , sulfamethoxazole ( SMXZ ) , sulfisoxazole ( sextet ) , @DRUG$ ( SDMX ) , and sulfaquinoxaline ( SQX ) in milk .	A HPLC method with diode-array detection SDMX at 265 nm , was developed and validated for the determination of ten SDZ ( SAs ) : @DRUG$ ( , ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , ) ( SMPZ ) , sulfamonomethoxine ( SMMX sulfamethoxypyridazine , in ( SMXZ ) sulfonamides sulfisoxazole ( SIX ) , @DRUG$ ( , ) , and sulfaquinoxaline ( SQX ) sulfamethoxazole milk .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs : @DRUG$ SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH , sulfamethizole ( ) , sulfamethoxypyridazine SMPZ ) , sulfamonomethoxine ( ) , sulfamethoxazole ( SMXZ ) , sulfisoxazole ( SIX ) , @DRUG$ ( SDMX ) , and sulfaquinoxaline ( SQX ) in milk .	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : @DRUG$ ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) ,	1
1	AIM: To determine the Michaelis-Menten kinetics of hydrocodone metabolism to its O- and N-demethylated products, @DRUG$ and norhydrocodone, to determine the individual cytochrome p450 enzymes involved, and to predict the in vivo hepatic intrinsic clearance of @DRUG$ via these pathways.	AIM : To determine the Michaelis-Menten kinetics of hydrocodone metabolic process to its O- and N-demethylated products , @DRUG$ and norhydrocodone , to determine the case by case cytochrome p450 enzyme involved , and to predict the in vivo liverwort intrinsic clearance of @DRUG$ via these pathways .	hepatic : To determine the via kinetics of hydrocodone metabolism to its intrinsic O- N-demethylated products , @DRUG$ and norhydrocodone , to determine the individual cytochrome p450 enzymes involved , and to predict the in vivo AIM and clearance of @DRUG$ Michaelis-Menten these pathways .	AIM : To determine the Michaelis-Menten kinetics of hydrocodone metabolism to its O- and products , @DRUG$ and norhydrocodone , determine the individual cytochrome p450 enzymes involved , and to predict the in vivo hepatic intrinsic clearance of @DRUG$ via these pathways	The Michaelis-Menten kinetics of hydrocodone metabolism to its O- and N-demethylated products, @DRUG$ and norhydrocodone, determine the individual cytochrome p450 enzymes involved, and predict the in vivo hepatic intrinsic clearance of DRU	1
0	Activity of 15 compounds, given alone or in mixtures [butamisole, cambendazole, caviphos, febantel (alone or with trichlorfon), fenbendazole, ivermectin, @DRUG$-piperazine, oxfendazole, oxibendazole, pyrantel pamoate (alone or with piperazine-carbon disulfide complex), thiabendazole (alone or with piperazine or with trichlorfon), @DRUG$, and trichlorfon], against Thelazia lacrymalis was evaluated in 102 equids.	natural action of 15 heighten , pay only or in mixed bag [ butamisole , cambendazole , caviphos , febantel ( only or with trichlorfon ) , fenbendazole , ivermectin , @DRUG$ - piperazine , oxfendazole , oxibendazole , pyrantel pamoate ( only or with piperazine - carbon disulfide composite ) , thiabendazole ( only or with piperazine or with trichlorfon ) , @DRUG$ , and trichlorfon ] , against Thelazia lacrymalis was measure in 102 equids .	Activity , 15 compounds , trichlorfon alone or ( mixtures [ butamisole , cambendazole , , , febantel ( alone or with trichlorfon ) , fenbendazole , ivermectin , @DRUG$ - piperazine , oxfendazole of oxibendazole , pyrantel ( pamoate alone or with piperazine - carbon disulfide complex ) , thiabendazole in alone or with piperazine , with given ) or @DRUG$ , and trichlorfon ] caviphos in Thelazia lacrymalis was evaluated against 102 equids .	Activity of 15 compounds , given alone or in mixtures [ butamisole , cambendazole caviphos , febantel ( alone or with ) , , ivermectin , @DRUG$ - piperazine , oxfendazole , oxibendazole , pyrantel pamoate ( alone or with piperazine - carbon disulfide complex ) thiabendazole alone or with piperazine with trichlorfon ) , @DRUG$ , and trichlorfon ] , against Thelazia lacrymalis was evaluated in 102 .	The activity of 15 compounds against Thelazia lacrymalis was evaluated in 102 equids, including horses, donkeys, and mules. These compounds were either given alone or in mixtures, and their activity was compared against that of the drug @DRUG$.	1
0	RECENT FINDINGS: Important, newly recognized mediators of cerebral arterial spasm after subarachnoid hemorrhage include superoxide free radicals, ferrous @DRUG$ (which acts @DRUG$ a nitric oxide scavenger), endothelins, protein kinase C, and rho kinase.	RECENT FINDINGS : Important , fresh acknowledge intermediator of cerebral arterial spasm after subarachnoid bleeding include superoxide free radicals , ferrous @DRUG$ ( which acts @DRUG$ a nitric oxide scavenger ) , endothelins , protein kinase C , and rho kinase .	RECENT arterial which Important a newly recognized mediators of cerebral FINDINGS spasm after subarachnoid hemorrhage include superoxide free radicals , ferrous @DRUG$ ) : acts @DRUG$ , nitric oxide scavenger ( , endothelins , protein kinase C , and rho kinase .	RECENT FINDINGS : Important , newly recognized mediators of arterial spasm after subarachnoid hemorrhage include superoxide free radicals , ferrous @DRUG$ ( which acts @DRUG$ a nitric oxide scavenger ) , endothelins , kinase , and kinase .	Superoxide free radicals, ferrous @DRUG$ (which acts as a nitric oxide scavenger), endothelins, protein kinase C, and rho kinase are all important, newly recognized mediators of cerebral arterial spasm after subarachnoid hemorrhage.	1
0	The brain is a lipid-rich organ where @DRUG$ (DHA) is enriched and where @DRUG$ (EPA) may have anti-inflammatory effects.	The brain is a lipid-rich organ where @DRUG$ ( DHA ) is enriched and where @DRUG$ ( EPA ) crataegus oxycantha have anti inflammatory drug effects .	The brain is a lipid-rich organ where @DRUG$ ( EPA ) effects enriched and where @DRUG$ ( DHA ) may have anti-inflammatory is .	The brain a lipid-rich organ where @DRUG$ ( DHA ) is enriched and where @DRUG$ ( EPA ) may have anti-inflammatory effects .	The brain is a lipid-rich organ where @DRUG$ ( DHA ) is enriched and where @DRUG$ ( EPA ) may have anti-inflammatory effects ."The brain is a lipid-rich organ where DRUGA (DHA) is enriched. DRUGB (EPA)	0
0	Absolute @DRUG$ and 5% @DRUG$ are comparable for sclerotherapy of esophageal varices.	Absolute @DRUG$ and phoebe % @DRUG$ are comparable for sclerotherapy of esophageal varices .	Absolute @DRUG$ and 5 % @DRUG$ esophageal comparable for sclerotherapy of are varices .	Absolute @DRUG$ and 5 % @DRUG$ are comparable for sclerotherapy of esophageal varices .	Absolute @DRUG$ is about 5 times as potent as @DRUG$ for sclerotherapy of esophageal varices .	0
0	Forty piglets aged 4 to 7 days were randomly assigned to receive a mixture of ketamine 15 mg kg-1, climazolam 1.5 @DRUG$ kg-1 and @DRUG$ 1.0 mg kg-1, IN or IM, 10 minutes prior to castration.	twoscore shote aged quadruplet to 7 days were randomly assigned to receive a mixture of ketamine  mg kg - 1 , climazolam 1.5 @DRUG$ kg - 1 and @DRUG$ 1.0 mg kg - 1 , IN or IM , 10 minutes prior to castration .	Forty piglets ketamine 4 to 7 days were randomly assigned to or a mixture - aged 15 mg kg 1 of , climazolam 1.5 @DRUG$ kg - 1 and @DRUG$ 1.0 mg kg - 1 , IN receive IM , 10 minutes prior to castration .	Forty piglets aged 4 to 7 days randomly to receive a mixture of ketamine 15 mg kg 1 , climazolam 1.5 @DRUG$ kg 1 and @DRUG$ 1.0 mg kg - 1 IN IM , 10 minutes prior to castration .	Forty piglets aged 4 to 7 days were randomly assigned to receive a mixture of ketamine 15 mg kg - 1 , climazolam 1.5 @DRUG$ kg - 1 and @DRUG$ 1.0 mg kg - 1 , IN or IM , 10 minutes prior to castration	0
0	Neonatal serum levels of @DRUG$ (Mg), @DRUG$ (Ca), phosphorus (P) and alkaline phosphatase (ALP) were reviewed.	Neonatal serum levels of @DRUG$ ( Mg ) , @DRUG$ ( calcium ) , phosphorus ( phosphorus ) and alkaline phosphatase ( ALP ) were reviewed .	Neonatal serum levels of @DRUG$ ( Mg ) , @DRUG$ ( Ca were , phosphorus ( P ) and alkaline phosphatase ( ALP ) ) reviewed .	Neonatal serum of @DRUG$ ( Mg , @DRUG$ ( Ca ) , phosphorus ( P phosphatase ( ALP ) were reviewed .	The levels of magnesium (@DRUG$), calcium (@DRUG$), phosphorus (P), and alkaline phosphatase (ALP) were studied in newborns' serum.	0
0	Together with the previously published enzymatic data, the structural and binding data presented here strongly support a @DRUG$-assisted covalent bond formation between S630 hydroxyl @DRUG$ and the nitrile group of saxagliptin.	Together with the previously published enzymatic data , the structural and oblige data presented here strongly support a @DRUG$ - assisted covalent adhesion formation between S630 hydroxyl @DRUG$ and the nitrile aggroup of saxagliptin .	Together with the previously published enzymatic data , the structural binding between data presented here strongly support a @DRUG$ - assisted covalent bond formation and S630 hydroxyl @DRUG$ and saxagliptin nitrile group of the .	Together the published data , and binding data presented here strongly @DRUG$ - assisted covalent bond formation between S630 hydroxyl @DRUG$ and the nitrile group of saxagliptin	The data presented here strongly suggest that @DRUG$ helps to form a covalent bond between S630 hydroxyl @DRUG$ and the nitrile group of saxagliptin.	0
0	Leptin concentrations increased from 23.0 +/- 17.1 ng/mL to 40.9 +/- 27.2 @DRUG$/mL (p = .018), whereas the soluble @DRUG$ receptor concentrations remained stable during mirtazapine treatment.	Leptin concentrations increased from 23.0 +/- 17.1 ng / mL to 40.9 +/- 27.2 @DRUG$ / mL ( phosphorus = .018 ) , whereas the soluble @DRUG$ sense organ concentrations remained stalls during mirtazapine treatment .	p concentrations increased 40.9 23.0 +/- 17.1 ng / mL to treatment +/- 27.2 @DRUG$ / mL ( Leptin = .018 ) , whereas the soluble @DRUG$ receptor concentrations remained stable during mirtazapine from .	Leptin concentrations increased from 23.0 +/- 17.1 ng / mL to 40.9 +/- 27.2 @DRUG$ / mL ( p = .018 ) , whereas the soluble @DRUG$ receptor concentrations remained stable during mirtazapine treatment	Leptin concentrations increased from 23.0 +/- 17.1 ng / mL to 40.9 +/- 27.2 @DRUG$ / mL ( p = .018 ) , whereas the soluble @DRUG$ receptor concentrations remained stable during mirtazapine treatment ."In other words, DR	0
0	Diets included (i) the semipurified diet with no cholesterol (Con), (ii) the Con diet plus 0.25% cholesterol (Ch-con), or the Ch-con diet with (iii) 1% phytosterols (Ste), (iv) 1% phytostanols (Sta), (v) 1.76% @DRUG$ esters (esterified to @DRUG$, SteF), (vi) 0.71% stanol esters (esterified to ascorbic acid [disodium ascorbyl phytostanol phosphate, FM-VP4], 0.7% StaA) and (vii) 1.43% stanol esters (1.4% StaA), respectively.	dieting let in ( i ) the semipurified dieting with no cholesterin ( yard bird ) , ( two ) the yard bird dieting plus 0.25 % cholesterin ( Ch-con ) , or the Ch-con dieting with ( iii ) unity % phytosterols ( Ste ) , ( iv ) unity % phytostanols ( Sta ) , ( v) 1.76 % @DRUG$ esters ( esterified to @DRUG$ , SteF ) , ( vi ) 0.71 % stanol esters ( esterified to ascorbic acid [ disodium ascorbyl phytostanol inorganic phosphate , atomic number  - VP4 ] , 0.7 % StaA ) and (  ) 1.43 % stanol esters ( 1.4 % StaA ) , severally .	Diets included phytostanols i ) the semipurified diet with no cholesterol ( ( ) ) ( vi ) the Con diet plus 0.25 % cholesterol 0.7 Ch-con ) , Ste the Ch-con - with ( iii ) 1 % phytosterols ( or esters , ( iv ) 1 % ( Con Sta ) StaA ( v) 1.76 % @DRUG$ esters ( esterified to @DRUG$ , SteF ) , ( ii , 0.71 % stanol esters ( esterified to stanol acid [ disodium ascorbyl phytostanol % , FM diet VP4 ] , ( phosphate StaA ) and ( vii ) 1.43 % ascorbic ) ( 1.4 % , ) , respectively .	Diets included ( i ) the diet with cholesterol ( ) , ( ii ) the Con diet plus 0.25 % cholesterol Ch-con , or the Ch-con diet with ( iii ) 1 % phytosterols ( Ste ) , ( iv ) % phytostanols ( Sta ) , ( 1.76 @DRUG$ esters ( esterified to @DRUG$ SteF , ( vi ) 0.71 % esters ( esterified to ascorbic acid [ disodium ascorbyl phytostanol phosphate FM - VP4 ] , % ) and ( vii ) 1.43 % stanol esters ( 1.4 % StaA ) , respectively .	The diets included (i) the semipurified diet with no cholesterol (Con), (ii) the Con diet plus 0.25% cholesterol (Ch-con), or the Ch-con diet with (iii) 1% phytosterols (Ste), (iv) 1% ph	1
0	Appropriate doses of amifostine resulted to be 740-910 @DRUG$/@DRUG$(2) in a single dose regimen, and 340 mg/m(2) in a multiple dose regimen.	set aside doses of amifostine resulted to be 740 - 910 @DRUG$ / @DRUG$ ( 2 ) in a i venereal disease regimen , and 340 mg / m ( 2 ) in a multiple venereal disease regimen .	Appropriate doses of amifostine resulted to be 340 - 910 @DRUG$ / @DRUG$ ( 2 ) in a single dose regimen , dose 740 mg / m ( 2 ) in a multiple and regimen .	Appropriate doses of amifostine resulted to be - 910 @DRUG$ / @DRUG$ ( 2 ) in a single dose regimen , and mg / m ( 2 ) in a multiple dose regimen .	Appropriate doses of amifostine resulted to be 740 - 910 @DRUG$ / @DRUG$ ( 2 ) in a single dose regimen , and 340 mg / m ( 2 ) in a multiple dose regimen ."740 - 910 DRUGA / DRUGB	0
0	MATERIALS AND METHODS: In chronic experiments, male Wistar rats were injected intermittently with @DRUG$ (2.0 mg/kg, i.@DRUG$., three times per week) or vehicle (saline, 2.0 ml/kg) for 1 month.	MATERIALS AND METHODS : In inveterate experiments , male Wistar shit were put in intermittently with @DRUG$ ( 2.0 mg / kilo , i.@DRUG$ . , three times per week ) or vehicle ( saline , 2.0 ml / kilo ) for 1 month .	2.0 AND , : In chronic experiments ( MATERIALS Wistar rats were injected intermittently with @DRUG$ , 2.0 mg / kg METHODS i.@DRUG$ . , three times per week ) or vehicle ( saline , male ml / kg ) for 1 month .	MATERIALS AND METHODS : In chronic experiments , male Wistar rats were injected intermittently with @DRUG$ ( 2.0 mg / kg , i.@DRUG$ . three times per week ) or vehicle ( saline , ml ) for 1 month .	MATERIALS AND METHODS : In chronic experiments , male Wistar rats were injected intermittently with @DRUG$ ( 2.0 mg / kg , i.@DRUG$ . , three times per week ) or vehicle ( saline , 2.0 ml / kg ) for 1 month	0
0	A total of 102 newborn piglets from ten litters were treated intramuscularly with 200 mg iron as @DRUG$ per ml, or 200 mg iron as @DRUG$ per ml.	A total of 102 new sprung piglets from ten litters were treat intramuscularly with 200 milligram iron as @DRUG$ per ml , or 200 milligram iron as @DRUG$ per ml .	mg total of 102 newborn piglets from ten litters ml treated as with 200 mg iron intramuscularly @DRUG$ per were , or 200 A iron as @DRUG$ per ml .	A total 102 piglets from ten litters were treated intramuscularly with 200 mg iron @DRUG$ per ml , or 200 mg iron as @DRUG$ per ml .	@DRUG$ is a substance that is used to treat newborn piglets, and @DRUG$ is a substance that is used to treat newborn piglets.	0
1	@DRUG$ does not affect the plasma concentration of other antiepileptics, but phenytoin, phenobarbital, @DRUG$, and primidone affect the clearance of rufinamide.	@DRUG$ does not affect the blood plasma concentration of other antiepileptics , but phenytoin , luminal , @DRUG$ , and primidone affect the clearance of rufinamide .	@DRUG$ does not affect other plasma concentration the of antiepileptics , but phenytoin , phenobarbital , @DRUG$ , and primidone affect the clearance of rufinamide .	@DRUG$ does not affect the plasma concentration of other antiepileptics , phenytoin phenobarbital , @DRUG$ , and primidone affect the clearance of rufinamide .	@DRUG$ does not affect the plasma concentration of other antiepileptics, but phenytoin, phenobarbital, @DRUG$, and primidone affect the clearance of rufinamide.	0
0	@DRUG$ does not alter either the total number of atractyloside-sensitive binding sites of depleted mitochondria, or the affinity of these sites for ADP or @DRUG$ under conditions where a partial inhibition of the rate of adenine nucleotide translocation is observed.	@DRUG$ does not alter either the total number of atractyloside -sensitive bond sites of depleted mitochondria , or the affinity of these sites for ADP or @DRUG$ under train where a fond inhibition of the rate of adenine base translocation is observed .	@DRUG$ does not alter either the total number of atractyloside conditions binding sites of of mitochondria under or the affinity nucleotide these sites for ADP or @DRUG$ , -sensitive where a partial inhibition of the rate of adenine depleted translocation is observed .	@DRUG$ does not alter either the total number of atractyloside -sensitive binding sites depleted mitochondria or the affinity of these sites for ADP or @DRUG$ under conditions where a inhibition of the rate of adenine nucleotide translocation is observed .	@DRUG$ does not alter the number of atractyloside -sensitive binding sites of depleted mitochondria, or the affinity of these sites for ADP or @DRUG$.	0
0	There is a close relationship between concentrations of @DRUG$ @DRUG$ and serum aluminium, and patients with dialysis encephalopathy have serum aluminium concentrations greater than 400 microgram/litre.	There is a conclude relationship between concentrations of @DRUG$ @DRUG$ and serum aluminum , and affected role with dialysis encephalopathy have serum aluminum concentrations greater than 400 microgram / litre .	There is and of relationship between concentrations close @DRUG$ @DRUG$ and serum aluminium , a encephalopathy with dialysis patients have serum aluminium concentrations greater than 400 microgram / litre .	There is a close relationship between concentrations of @DRUG$ @DRUG$ and serum aluminium and patients with dialysis encephalopathy have serum aluminium concentrations greater than 400 / litre .	The higher the concentration of @DRUG$ in the blood, the higher the concentration of @DRUG$ in the blood.	0
0	Intravenous @DRUG$ significantly improves response to @DRUG$ versus oral iron or no iron in anemic patients with cancer receiving chemotherapy.	Intravenous @DRUG$ significantly improves response to @DRUG$ versus oral fe or no fe in anaemic patients with cancer receiving chemotherapy .	versus @DRUG$ significantly improves response to @DRUG$ iron oral iron or no Intravenous in anemic patients with cancer receiving chemotherapy .	Intravenous @DRUG$ significantly improves response to @DRUG$ versus oral iron or no iron anemic patients with cancer .	Intravenous @DRUG$ significantly improves response to @DRUG$ in anemic patients with cancer receiving chemotherapy .	0
1	Comparing @DRUG$ with tramadol, sertraline, phosphodiesterase 5 inhibitors (PDE5Is), local @DRUG$ gel, behaviour therapy or dapoxetine, we found that the increase in IELT was not statistically significant between groups.	Comparing @DRUG$ with tramadol , zoloft , phosphodiesterase 5 inhibitors ( PDE5Is ) , topical anesthetic @DRUG$ gel , doings therapy or dapoxetine , we found that the increase in IELT was not statistically significant between groups .	Comparing @DRUG$ with tramadol , between , phosphodiesterase not inhibitors ( PDE5Is we , local @DRUG$ gel , behaviour therapy or dapoxetine , ) found that the increase in IELT was 5 statistically significant sertraline groups .	Comparing @DRUG$ with tramadol , phosphodiesterase 5 inhibitors ( PDE5Is ) local @DRUG$ gel behaviour or dapoxetine , we found that the increase in IELT was not statistically significant between groups .	We found that the increase in IELT was not statistically significant between groups.	1
0	On the basis of these objective data, equivalent doses for the three compounds were determined to be as follows: 0.5 @DRUG$ triazolam = 2,400 mg @DRUG$ = 400 mg butabarbital.	On the basis of these documentary data , equivalent doses for the three compounds were driven to be as take after : 0.5 @DRUG$ triazolam = 2,400 mg @DRUG$ = 400 mg butabarbital .	On the basis of these objective data , equivalent doses for the three compounds were determined to 400 follows be : 0.5 @DRUG$ triazolam = 2,400 mg @DRUG$ = as mg butabarbital .	On the basis of these objective data equivalent doses for were determined to be as follows : 0.5 @DRUG$ triazolam = 2,400 mg @DRUG$ = mg butabarbital .	For every 1 mg of @DRUG$, there are 2400 mg of @DRUG$.	0
0	The main pharmacokinetic parameters of cantharidin by op (102 microg x kg(-1)) were: AUC (160.4 +/- 26.9) h x microg x @DRUG$(-1), CL (649.1 +/- 97.7) mL x h(-1) x kg(-1), t1/2 (0.38 +/- 0.1) h., @DRUG$ (bioavailability) = 26.7% comparing to injection.	The principal pharmacokinetic argument of cantharidin by op ( 102 microg cristal kg ( - single ) ) were : AUC ( 160.4 +/- 26.9 ) enthalpy cristal microg cristal @DRUG$ ( - single ) , CL ( 649.1 +/- 97.7 ) mL cristal h( - single ) cristal kg ( - single ) , t1/2 ( 0.38 +/- 0.1 ) h. , @DRUG$ ( bioavailability ) = 26.7 % liken to shot .	The main pharmacokinetic 97.7 of cantharidin ) op 1 102 microg x kg ( - 1 ) by were : AUC ( 160.4 +/- 26.9 ) ( x microg 0.1 @DRUG$ ( - 26.7 ) , CL ( 649.1 +/- h ) mL x h( - 1 ) x kg ( - 1 ) , t1/2 ( 0.38 +/- x ) h. , @DRUG$ ( bioavailability ) = parameters % comparing to injection .	The main pharmacokinetic parameters cantharidin by op ( 102 microg x kg ( - 1 ) were : AUC ( 160.4 +/- 26.9 ) h x microg x @DRUG$ ( - 1 ) , CL ( 649.1 +/- 97.7 ) mL x h( - 1 ) x kg ( - 1 ) , t1/2 ( 0.38 +/- 0.1 ) h. , @DRUG$ bioavailability ) = 26.7 % comparing to injection .	The main pharmacokinetic parameters of cantharidin by op ( 102 microg x kg ( - 1 ) ) were : AUC ( 160.4 +/- 26.9 ) h x microg x @DRUG$ ( - 1 ) , CL ( 649.1 +/- 97.	1
0	In contrast, for early p.@DRUG$. the correlation coefficient was highly significant at @DRUG$ = 0.894 (p less than 0.01).	In line , for early p.@DRUG$ . the correlation coefficient was highly significant at @DRUG$ = 0.894 ( phosphorus less than 0.01 ) .	In contrast for , early p.@DRUG$ . the correlation coefficient was highly significant at @DRUG$ = ) ( p less than 0.01 0.894 .	In contrast , for early p.@DRUG$ . the correlation coefficient was highly significant at @DRUG$ = 0.894 ( p less than 0.01 )	For early p.@DRUG$, the correlation coefficient was very high at @DRUG$ = 0.894 (p less than 0.01).	0
1	For almost a decade, @DRUG$ was regarded @DRUG$ the drug of choice in nonlife-threatening endemic mycoses.	For almost a decade , @DRUG$ was regarded @DRUG$ the drug of alternative in nonlife-threatening endemic mycoses .	was almost a decade , @DRUG$ For regarded @DRUG$ the drug of choice in nonlife-threatening endemic mycoses .	For almost a decade , @DRUG$ was regarded @DRUG$ drug of choice in endemic mycoses .	For almost a decade, @DRUG$ was the drug of choice for treating nonlife-threatening endemic mycoses.	1
1	Obtained results suggest that the central adenosine A1 receptor stimulation may play a role in the anticonvulsive potential of diazepam, @DRUG$, @DRUG$ and gabapentin in a novel model of 3-NPA-evoked seizures.	find results suggest that the exchange adenosine A1 receptor stimulation may play a role in the anticonvulsive potential of diazepam , @DRUG$ , @DRUG$ and gabapentin in a novel model of 3 - NPA - paint a picture seizures .	Obtained stimulation suggest that the central adenosine anticonvulsive receptor results may play a role in the A1 potential evoked diazepam , @DRUG$ , @DRUG$ and gabapentin in a novel model of 3 - NPA - of seizures .	Obtained results suggest that the central adenosine A1 receptor stimulation may play role in the anticonvulsive potential of diazepam , @DRUG$ , @DRUG$ gabapentin in a novel model of 3 - NPA - evoked seizures .	The central adenosine A1 receptor stimulation may play a role in the anticonvulsive potential of diazepam, @DRUG$, @DRUG$ and gabapentin in a novel model of 3-NPA-evoked seizures.	0
0	The mean terminal half-life of plasma (76 h) and blood (105 h) radioactivity was prolonged compared with that of unchanged AS (0.43 h) and @DRUG$ (0.75 h), an active metabolite of @DRUG$.	The mean terminal half - life of plasma ( 76 h ) and line (  h ) radioactivity was protract compared with that of unaltered AS ( 0.43 h ) and @DRUG$ ( 0.75 h ) , an active metabolite of @DRUG$ .	The mean an half - life of plasma ( blood h ) and 76 ( 105 h ) radioactivity was h compared prolonged that of unchanged AS ( 0.43 with ) and @DRUG$ ( 0.75 h ) , terminal active metabolite of @DRUG$ .	The mean terminal half - life of plasma ( 76 h ) blood ( 105 h ) radioactivity was prolonged compared with that of unchanged ( 0.43 ) and @DRUG$ ( 0.75 h ) , an active metabolite of @DRUG$ .	The mean terminal half - life of plasma ( 76 h ) and blood ( 105 h ) radioactivity was prolonged compared with that of unchanged AS ( 0.43 h ) and @DRUG$ ( 0.75 h ) , an active metabolite of @DRUG$ ."In other words,	0
1	There is insufficient evidence to determine the relative efficacy or safety of cyclobenzaprine, carisoprodol, orphenadrine, tizanidine, metaxalone, @DRUG$, and @DRUG$.	There is insufficient evidence to learn the proportional efficacy or safety of cyclobenzaprine , carisoprodol , orphenadrine , tizanidine , metaxalone , @DRUG$ , and @DRUG$ .	There is tizanidine evidence to determine the relative efficacy or safety of cyclobenzaprine , carisoprodol , insufficient , orphenadrine , metaxalone , @DRUG$ , and @DRUG$ .	There is insufficient evidence to the relative efficacy or safety of cyclobenzaprine , carisoprodol , orphenadrine , tizanidine , metaxalone , @DRUG$ , and @DRUG$ .	There is not enough evidence to say whether or not cyclobenzaprine, carisoprodol, orphenadrine, tizanidine, metaxalone, @DRUG$, and @DRUG$ are effective or safe.	0
0	@DRUG$, carbamazepine, @DRUG$, primidone, phensuximide, methsuximide, alpha-methyl-alpha-phenylsuccinimide, and high concentrations of clonazepam are anticonvulsant drugs that preferentially prevent maximal electroshock seizures (MES) and generalized tonic-clonic convulsions; all these agents inhibit veratridine-induced accumulation of both cyclic AMP and cyclic GMP.	@DRUG$ , carbamazepine , @DRUG$ , primidone , milontin , methsuximide , alpha-methyl - alpha- phenylsuccinimide , and senior high school concentrations of clonazepam are anticonvulsant drugs that preferentially prevent maximum electroshock seizures ( MES ) and generalized tonic-clonic convulsions ; all these broker inhibit veratridine - induced accumulation of both cyclical AMP and cyclical GMP .	@DRUG$ , veratridine , @DRUG$ , primidone are carbamazepine , methsuximide - alpha-methyl - alpha- phenylsuccinimide , and high concentrations of clonazepam , anticonvulsant drugs that preferentially prevent AMP electroshock seizures ( MES ) and generalized tonic-clonic convulsions ; all these agents inhibit phensuximide , induced accumulation of both cyclic maximal and cyclic GMP .	@DRUG$ , carbamazepine , @DRUG$ , primidone phensuximide , methsuximide , alpha-methyl - alpha- phenylsuccinimide , and high concentrations of clonazepam are anticonvulsant drugs that preferentially prevent electroshock seizures ( ) and generalized convulsions all these agents inhibit veratridine - induced accumulation of both cyclic AMP cyclic GMP .	All of these agents (@DRUG$) inhibit veratridine-induced accumulation of both cyclic AMP and cyclic GMP.	1
1	The authors evaluated @DRUG$ vaccination given with cisplatin plus @DRUG$ for the treatment gastric adenocarcinoma.	The authors evaluated @DRUG$ vaccination given with cisplatin positive @DRUG$ for the treatment gastric adenocarcinoma .	The authors evaluated @DRUG$ vaccination given gastric cisplatin plus @DRUG$ for the treatment with adenocarcinoma .	The authors evaluated @DRUG$ vaccination given cisplatin plus @DRUG$ for the treatment gastric adenocarcinoma .	The authors evaluated how well a vaccine called @DRUG$ worked when it was given together with a drug called cisplatin plus @DRUG$ for the treatment of gastric adenocarcinoma .	0
0	METHODS: In this dose-escalating pilot study, 17 patients with constipation-predominant irritable bowel syndrome received placebo, renzapride 2 mg o.@DRUG$. and renzapride 2 @DRUG$ b.d. sequentially for 28 days.	METHODS : In this dose-escalating pilot study , 17 patient role with constipation - predominant irritable gut syndrome received placebo , renzapride ii mg o.@DRUG$ . and renzapride ii @DRUG$ b.d. sequentially for 28 days .	METHODS 28 In this study pilot dose-escalating , 17 patients with constipation - predominant irritable bowel syndrome @DRUG$ placebo , renzapride 2 mg o.@DRUG$ . and renzapride 2 received b.d. sequentially for : days .	METHODS : In this dose-escalating pilot study , 17 with constipation - predominant irritable bowel syndrome placebo , renzapride 2 mg o.@DRUG$ . and renzapride @DRUG$ b.d. sequentially for 28 days .	Patients received placebo, renzapride 2 mg o.@DRUG$, and renzapride 2 mg @DRUG$ b.d. sequentially for 28 days.	0
1	"Unlike the sedative hypnotics that target GABA(A) receptor complexes, @DRUG$ is a chronohypnotic that acts on the @DRUG$ MT(1) and MT(2) receptors, which are primarily located in the suprachiasmatic nucleus, the body's ""master clock."""	" Unlike the sedative hypnotic that target GABA ( deoxyadenosine monophosphate ) receptor complexes , @DRUG$ is a chronohypnotic that acts on the @DRUG$ MT ( 1 ) and MT (  ) receptors , which are primarily located in the suprachiasmatic nucleus , the trunk 's " " captain clock . " " "	complexes Unlike the sedative hypnotics that target which ( " ) receptor " , @DRUG$ is a chronohypnotic that acts on the @DRUG$ MT ( 1 ) and MT ( 2 ) receptors , GABA A primarily located in the suprachiasmatic nucleus , the body 's are " master clock . " " "	" Unlike the sedative hypnotics that target GABA ( A ) receptor complexes , @DRUG$ a chronohypnotic that acts on the @DRUG$ MT ( 1 ) and MT ( 2 receptors , which are located in the suprachiasmatic nucleus , the body 's " " clock . " " "	Unlike the sedative hypnotics that target GABA (A) receptor complexes, @DRUG$ is a chronohypnotic that acts on the @DRUG$ MT (1) and MT (2) receptors, which are primarily located in the suprachiasmatic nucleus, the body's 	0
0	Talampanel (6 x 10 mg/kg i.p. given on the day of stroke) improved the motor coordination in rotarod (@DRUG$ < 0.01) and @DRUG$ walking (p < 0.01) tests, reduced the number of stroke-induced rotations (p < 0.05), shortened the reflex time on the forelimb contralateral to brain ischemia and improved the survival rate comparing with vehicle treated control.	Talampanel ( 6 x 10 atomic number  / kg i.p. given on the day of stroke ) improved the drive coordination in rotarod ( @DRUG$ < 0.01 ) and @DRUG$ walking ( p < 0.01 ) tests , slim down the number of stroke-induced revolution ( p < 0.05 ) , shortened the reflex time on the forelimb contralateral to brain ischemia and improved the selection place liken with vehicle treated control .	Talampanel ( 6 ) 10 mg / kg i.p. given on the day of the ) improved ischemia p coordination < rotarod ( @DRUG$ < 0.01 ) and @DRUG$ walking shortened p in 0.01 ) tests , reduced the number on stroke-induced rotations ( motor < 0.05 x , ( the reflex time of the forelimb contralateral to brain stroke and improved the survival rate comparing with vehicle treated control .	Talampanel ( 6 x 10 mg / kg i.p. given on the day of stroke improved the motor coordination rotarod ( @DRUG$ < 0.01 ) and @DRUG$ walking p < 0.01 ) tests , reduced the number of stroke-induced rotations ( < 0.05 ) , the reflex time on the contralateral to brain ischemia and improved the survival rate comparing with vehicle treated control .	Talampanel ( 6 x 10 mg / kg i.p. given on the day of stroke ) improved the motor coordination in rotarod ( @DRUG$ < 0.01 ) and @DRUG$ walking ( p < 0.01 ) tests , reduced the number of stroke-induced	0
0	The sedative and cortisol suppressing properties of @DRUG$ (45 and 60 @DRUG$) and nitrazepam (10 and 15 mg) were examined in eight healthy male subjects.	The sedative and hydrocortone crush properties of @DRUG$ ( 45 and 60 @DRUG$ ) and nitrazepam ( x and 15 mg ) were examined in eight healthy male subjects .	The sedative and cortisol suppressing properties ( @DRUG$ ( 45 and 60 @DRUG$ ) and nitrazepam of 10 and male mg ) were examined in eight healthy 15 subjects .	sedative and cortisol suppressing properties of @DRUG$ ( 45 and 60 @DRUG$ and nitrazepam ( 10 and 15 mg ) were examined in eight healthy male subjects .	The sedative and cortisol suppressing properties of @DRUG$ ( 45 and 60 @DRUG$ ) and nitrazepam ( 10 and 15 mg ) were examined in eight healthy male subjects ."DRUGA is a sedative that suppresses cortisol levels, while DRUGB is a nit	0
1	CONCLUSIONS: @DRUG$, 50 mg, given for 1 week provided statistically significant and clinically superior improvements in symptoms compared with 5 @DRUG$ of desloratadine in patients with moderate-to-severe SAR.	CONCLUSIONS : @DRUG$ , 50 atomic number  , given for 1 week provided statistically important and clinically superior improvements in symptoms compared with 5 @DRUG$ of desloratadine in patient with moderate - to- severe SAR .	CONCLUSIONS : @DRUG$ , 1 mg , given for 50 week provided moderate significant and clinically superior improvements in symptoms compared with 5 @DRUG$ of desloratadine in patients with statistically - severe to- SAR .	CONCLUSIONS : @DRUG$ 50 mg , given for 1 week provided statistically significant and clinically superior improvements in symptoms compared with @DRUG$ of desloratadine in patients with moderate - to- severe SAR .	@DRUG$ is statistically significantly and clinically superior to @DRUG$ in patients with moderate-to-severe SAR.	0
0	These data indicate that after the hydrolysis of conjugates, ractopamine should be detectable in urine of sheep as long as 7 d after the last exposure to @DRUG$ and as long @DRUG$ 5 d after withdrawal in cattle.	These data point that after the hydrolysis of conjugates , ractopamine should be detectable in urine of sheep as long as vii calciferol after the last exposure to @DRUG$ and as long @DRUG$ 5 calciferol after withdrawal in oxen .	These data indicate that be the after of conjugates , ractopamine should d detectable in urine of sheep as long as 7 after to the last exposure after @DRUG$ and as long @DRUG$ 5 d hydrolysis withdrawal in cattle .	These data indicate after the hydrolysis of conjugates , ractopamine should be detectable in urine of sheep as long as 7 d after the last exposure @DRUG$ as long @DRUG$ 5 d after withdrawal in cattle .	Ractopamine should be detectable in urine of sheep as long as 7 d after the last exposure to @DRUG$ and as long @DRUG$ 5 d after withdrawal in cattle .	0
0	The hydrolysis activity of @DRUG$ and @DRUG$, a specific substrate of RL2 [Hosokawa, M, Maki T and Satoh T (1987) Mol Pharmacol 31:579-584], by liver microsomes from rats treated with various cytochrome P-450 inducers correlated well (r = 0.92).	The hydrolysis activity of @DRUG$ and @DRUG$ , a specific substrate of RL2 [ Hosokawa , M , Maki t and Satoh t ( 1987 ) mol Pharmacol 31:579 -584 ] , by liver microsome from rats treated with respective cytochrome P-450 inducers correlated well ( roentgen = 0.92 ) .	The hydrolysis activity of @DRUG$ and @DRUG$ , a ( substrate of RL2 [ Hosokawa specific M , Maki T and Satoh cytochrome , 1987 ) Mol Pharmacol 31:579 -584 ] with by liver microsomes from rats treated , various T P-450 inducers correlated well ( r 0.92 = ) .	hydrolysis activity of @DRUG$ and @DRUG$ , a specific substrate of RL2 [ Hosokawa , M , Maki T and Satoh T ( 1987 ) Mol 31:579 -584 ] , by liver microsomes rats treated with various cytochrome P-450 inducers correlated ( r = 0.92 ) .	The hydrolysis activity of @DRUG$ and @DRUG$ by liver microsomes from rats treated with various cytochrome P-450 inducers correlated well.	0
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): @DRUG$ [in its oral prodrug form: @DRUG$ fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within 25 age after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have been officially approved for clinical habit in the discourse of HIV infections : sevener nucleoside reverse transcriptase inhibitor ( NRTIs ) : zidovudine , didanosine , dideoxycytosine , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : @DRUG$ [ in its oral prodrug form : @DRUG$ fumarate ( TDF ) ] ; little joe non-nucleoside reverse transcriptase inhibitor ( NNRTIs ) : viramune , delavirdine , efavirenz and etravirine ;  peptidase inhibitor ( sherlock ) : invirase , ritonavir , crixivan , viracept , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one merger inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after zidovudine ( 3 ' was azido - 2',3'- dideoxythymidine , AZT ) - first described as drugs reverse of HIV replication oral 25 anti-HIV an , been formally clinical of approved use in the treatment for HIV infections : seven nucleoside reverse transcriptase inhibitors ( its ) inhibitor zidovudine , didanosine , , , stavudine , lamivudine , abacavir and four ( one nucleotide reverse ; inhibitor ( NtRTI ) : @DRUG$ [ in NRTIs , prodrug form : @DRUG$ fumarate ( TDF ) ] ; emtricitabine non-nucleoside inhibitor transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitors ( PIs ) : tipranavir , ritonavir , indinavir , nelfinavir , amprenavir zalcitabine lopinavir , atazanavir have ( , saquinavir and darunavir transcriptase one integrase inhibitor ( FI ) : enfuvirtide ; one co-receptor : ; CRI ) : maraviroc and one fusion inhibitor fosamprenavir INI ) : raltegravir .	Within 25 years after zidovudine ( 3 ' - - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have been approved for clinical use in the treatment of HIV infections : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : , didanosine , zalcitabine , stavudine , lamivudine abacavir and emtricitabine ; one nucleotide transcriptase inhibitor ( NtRTI ) : @DRUG$ [ in its oral prodrug form : @DRUG$ fumarate ( TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors NNRTIs : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitors ( PIs ) : saquinavir , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor CRI ) : maraviroc and one integrase ( INI ) :	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
1	@DRUG$ is the most commonly used hypouricaemic agent but at recommended doses often fails to reduce adequately @DRUG$ concentrations and prevent acute attacks of gout.	@DRUG$ is the most commonly used hypouricaemic agent but at recommended doses often fails to reduce adequately @DRUG$ concentrations and prevent acute accent assail of gout .	@DRUG$ is the most and used hypouricaemic agent but commonly recommended doses often fails to reduce adequately @DRUG$ concentrations at prevent acute attacks of gout .	@DRUG$ is most commonly used hypouricaemic agent but at doses often fails to reduce adequately @DRUG$ concentrations and prevent acute attacks of	@DRUG$ is the most commonly used hypouricaemic agent, but it often fails to reduce adequately @DRUG$ concentrations and prevent acute attacks of gout.	0
1	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab, lanadelumab, roledumab, @DRUG$, risankizumab, SA237, emapalumab, suptavumab, erenumab, eptinezumab, fremanezumab, fasinumab, tanezumab, lampalizumab, brolucizumab).	Of these , phoebe mAbs are for cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and fifteen mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , @DRUG$ , risankizumab , SA237 , emapalumab , suptavumab , erenumab , eptinezumab , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these , 5 mAbs are , cancer ( durvalumab , JNJ - 56022473 , ublituximab for anetumab ravtansine , @DRUG$ ) and 15 mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , @DRUG$ , eptinezumab , , , emapalumab , suptavumab , erenumab , risankizumab , fremanezumab SA237 fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of , mAbs are cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and 15 mAbs are for non-cancer indications ( caplacizumab , , roledumab @DRUG$ , risankizumab , SA237 , emapalumab , , erenumab , eptinezumab , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab	1
1	@DRUG$ (I), which inhibits the formation of both TX and @DRUG$, was not antihypertensive and did not antagonize the blood pressure lowering effects of 1-BI in the present studies.	@DRUG$ ( I ) , which inhibits the formation of both TX and @DRUG$ , was not antihypertensive and did not antagonize the blood force lowering effects of one - BI in the represent studies .	@DRUG$ ( I ) , which inhibits present formation lowering both TX and @DRUG$ , was effects antihypertensive and did not antagonize the blood pressure of not of 1 - BI in the the studies .	@DRUG$ ( ) , which inhibits the formation of both TX and @DRUG$ , was antihypertensive and not antagonize the blood pressure lowering effects of 1 - in the present studies .	@DRUG$ inhibits the formation of both TX and @DRUG$, and it was not antihypertensive and did not antagonize the blood pressure lowering effects of 1-BI in the present studies.	0
0	RESULTS: Diacerein and rhein did not affect either basal and 1,25(OH)2D3 induced @DRUG$ or parathyroid hormone (@DRUG$) stimulated cAMP formation.	RESULTS : Diacerein and rhein did not affect either basal and 1,25 ( OH ) 2D3 induced @DRUG$ or parathyroid gland hormone ( @DRUG$ ) stimulated cAMP geological formation .	RESULTS : Diacerein and rhein did induced affect either ( and 1,25 ( OH ) 2D3 not @DRUG$ or parathyroid hormone basal @DRUG$ ) stimulated cAMP formation .	RESULTS : Diacerein and rhein did not affect either basal and 1,25 ( OH ) 2D3 @DRUG$ or parathyroid hormone ( @DRUG$ ) cAMP formation .	Diacerein and rhein did not affect either basal and 1,25 ( OH ) 2D3 induced @DRUG$ or parathyroid hormone ( @DRUG$ ) stimulated cAMP formation .	0
0	PURPOSE: To determine whether indomethacin 0.1% eye drops are at least as effective @DRUG$ @DRUG$ 0.5% eye drops in treating ocular inflammation following cataract surgery.	aim : To determine whether indocin 0.1 % eye drops are at least as effective @DRUG$ @DRUG$ 0.5 % eye drops in treating ocular inflammation following cataract surgery .	PURPOSE : To determine whether indomethacin 0.1 % cataract eye are at least as effective @DRUG$ @DRUG$ 0.5 % eye drops in treating ocular inflammation following drops surgery .	PURPOSE : To determine whether indomethacin 0.1 % eye drops are at least as effective @DRUG$ @DRUG$ 0.5 % eye drops in treating ocular inflammation following cataract surgery .	Are @DRUG$ and @DRUG$ equally effective in treating ocular inflammation following cataract surgery?	0
0	This review summarizes the results of a comprehensive assessment of the company's own preclinical and clinical studies, post-marketing spontaneous adverse event reporting, epidemiological investigations utilizing health claims and medical records databases and an extensive review of the literature, with the aim of answering the following questions: (i) what the types and rates of neuropsychiatric abnormalities reported in patients with influenza are, and whether these differ in patients who have received oseltamivir compared with those who have not; (ii) what levels of oseltamivir and its active metabolite, oseltamivir carboxylate are achieved in the CNS; (iii) whether oseltamivir and oseltamivir carboxylate have pharmacological activity in the CNS; and (iv) whether there are genetic differences between Japanese and Caucasian patients that result in different levels of @DRUG$ and/or @DRUG$ in the CNS, differences in their metabolism or differences in their pharmacological activity in the CNS.	This review summarizes the results of a comprehensive assessment of the fellowship 's own preclinical and clinical studies , post-marketing spontaneous adverse event coverage , epidemiological investigation utilizing health claims and medical examination records databases and an extensive review of the literature , with the intent of answering the following query : ( i ) what the types and rates of neuropsychiatric irregularity report in patients with grippe are , and whether these differ in patients who have have oseltamivir compare with those who have not ; ( ii ) what take down of oseltamivir and its active metabolite , oseltamivir carboxylate are achieved in the central nervous system ; ( deuce ace ) whether oseltamivir and oseltamivir carboxylate have pharmacologic activity in the central nervous system ; and ( iv ) whether there are genetic differences between Japanese and Caucasian patients that result in dissimilar take down of @DRUG$ and / or @DRUG$ in the central nervous system , differences in their metabolism or differences in their pharmacologic activity in the central nervous system .	This review the the results of a comprehensive assessment of the clinical 's own Japanese and company studies , post-marketing spontaneous adverse event reporting , epidemiological investigations oseltamivir health claims and in summarizes databases and an of review extensive the literature , with the aim of answering records following questions : ( i ) what the types different in and neuropsychiatric abnormalities reported in patients oseltamivir influenza are , and whether these differ achieved patients who genetic received and compared with those who have not ; ( ii ) what levels of oseltamivir and ( active metabolite , utilizing carboxylate are in rates the CNS ; its iii ) whether oseltamivir and oseltamivir carboxylate have pharmacological activity in the CNS ; of and iv ) whether there are have differences between preclinical and Caucasian patients that result in ( levels of @DRUG$ with / or @DRUG$ in the CNS , differences in their metabolism or differences in their pharmacological activity medical the CNS .	This summarizes the results of a comprehensive assessment of the company 's own preclinical and clinical studies , post-marketing spontaneous adverse reporting , epidemiological investigations utilizing claims and medical records databases and an extensive of the literature , with the aim of answering the following : ( i ) what the types and rates of neuropsychiatric abnormalities reported in patients with influenza are , and whether these differ in patients who have received oseltamivir compared with those who have not ; ( ii ) what of oseltamivir and its active metabolite , oseltamivir carboxylate are achieved in the CNS ; ( ) whether oseltamivir and oseltamivir have activity in the CNS ; and ( iv ) whether there are genetic differences between and Caucasian patients that result in different levels of @DRUG$ and / or @DRUG$ in the , differences in metabolism or differences in pharmacological activity in the CNS .	This review summarizes the results of a comprehensive assessment of the company 's own preclinical and clinical studies , post-marketing spontaneous adverse event reporting , epidemiological investigations utilizing health claims and medical records databases and an extensive review of the literature , with the aim of answering the following questions : ( i )	1
0	In contrast, azithromycin appears to be more active than @DRUG$ against many Gram-negative pathogens and several other pathogens, notably Haemophilus influenzae, H. parainfluenzae, Moraxella catarrhalis, Neisseria gonorrhoeae, @DRUG$-plasma urealyticum and Borrelia burgdorferi.	inch demarcation , azithromycin appears to be more active than @DRUG$ against many gram negative pathogens and respective other pathogens , notably Haemophilus influenzae , H. parainfluenzae , Moraxella catarrhalis , Neisseria gonorrhoeae , @DRUG$ - plasma urealyticum and Borrelia burgdorferi .	In Gram-negative , , appears to be more active than @DRUG$ against many contrast pathogens and several other pathogens , notably Haemophilus influenzae , - parainfluenzae , urealyticum catarrhalis azithromycin Neisseria gonorrhoeae , @DRUG$ H. plasma Moraxella and Borrelia burgdorferi .	In contrast , azithromycin appears to be more active @DRUG$ many Gram-negative pathogens and several other pathogens , notably Haemophilus influenzae , H. parainfluenzae , Moraxella catarrhalis , Neisseria gonorrhoeae , @DRUG$ - plasma urealyticum and Borrelia burgdorferi .	Azithromycin is more active than @DRUG$ against many Gram-negative pathogens and several other pathogens, notably Haemophilus influenzae, H. parainfluenzae, Moraxella catarrhalis, Neisseria gonorrhoeae, @DRUG$-	0
0	Cineole also inhibits in mice, the @DRUG$-induced increase in peritoneal capillary permeability and the chemical nociception induced by intraplantar @DRUG$ and intraperitoneal acetic acid.	Cineole also inhibits in computer mouse , the @DRUG$ - induced increase in peritoneal capillary permeability and the chemical nociception induced by intraplantar @DRUG$ and intraperitoneal acetic acerbic .	Cineole also the in mice , intraperitoneal @DRUG$ - induced increase in peritoneal capillary permeability and the chemical nociception induced by intraplantar @DRUG$ and inhibits acetic acid .	Cineole also inhibits in mice , the @DRUG$ - induced increase in peritoneal capillary permeability and the chemical nociception induced by intraplantar @DRUG$ and intraperitoneal acetic acid .	Cineole also inhibits in mice the increase in peritoneal capillary permeability and the chemical nociception induced by intraplantar @DRUG$ and intraperitoneal acetic acid .	1
0	In plasma of adult vertebrates, unbound @DRUG$ and T3 are regulated in the picomolar range whilst protein-bound T4 and @DRUG$ are maintained in the nanomolar range.	In plasma of adult craniate , unbind @DRUG$ and T3 are regulated in the picomolar range whilst protein-bound T4 and @DRUG$ are maintained in the nanomolar range .	In plasma of adult vertebrates , unbound @DRUG$ and nanomolar are regulated T3 the picomolar range whilst protein-bound T4 and @DRUG$ are maintained in the in range .	In plasma of adult vertebrates , unbound @DRUG$ and T3 are regulated in the picomolar range whilst protein-bound T4 and @DRUG$ are maintained in nanomolar range .	Unbound @DRUG$ and T3 are regulated in the picomolar range whilst protein-bound T4 and @DRUG$ are maintained in the nanomolar range.	0
0	@DRUG$ 0.03% ophthalmic solution was found to be at least @DRUG$ effective as topical latanoprost 0.005% administered once daily in two clinical trials.	@DRUG$ 0.03 % ophthalmic solution was found to be at to the lowest degree @DRUG$ effective as topical latanoprost 0.005 % administered once daily in two clinical trial .	@DRUG$ 0.03 % ophthalmic solution latanoprost found to be at least @DRUG$ effective as topical was 0.005 in administered once daily % two clinical trials .	@DRUG$ 0.03 % ophthalmic solution was found to be at least @DRUG$ effective as % administered once daily in two clinical trials .	@DRUG$ is at least as effective as @DRUG$ when administered once daily.	0
0	The pharmacokinetic parameters of 21-OH DFZ after the single oral administration of 6 @DRUG$, 12 mg and 24 mg DFZ tablets were as follows: (37.7 +/- 11.6), (61.5 +/- 17.7) and (123 +/- 23) @DRUG$ x mL(-1) for C(max); (1.90 +/- 0.32), (1.96 +/- 0.27) and (2.13 +/- 0.34) h for t1/2; (96.6 +/- 25.9), (190 +/- 44) and (422 +/- 107) ng x h x mL(-1) for AUC(0-14 h), respectively.	The pharmacokinetic parameters of xxi - oh DFZ after the single oral administration of captain hicks @DRUG$ , xii magnesium and twenty four magnesium DFZ tablets were as follows : ( 37.7 +/- 11.6 ) , ( 61.5 +/- 17.7 ) and ( 123 +/- 23 ) @DRUG$ ecstasy mL ( - i ) for C(max ) ; ( 1.90 +/- 0.32 ) , ( 1.96 +/- 0.27 ) and ( 2.13 +/- 0.34 ) h for t1/2 ; ( 96.6 +/- 25.9 ) , ( 190 +/- forty four ) and ( 422 +/- 107 ) ng ecstasy h ecstasy mL ( - i ) for auc ( 0 - 14 h ) , severally .	The ( parameters of 21 - OH DFZ after 61.5 single oral administration of 6 @DRUG$ , 12 mg ) 24 mg DFZ tablets were as follows : x 37.7 +/- 11.6 ) , ( the +/- 17.7 ) and 25.9 123 +/- 23 and @DRUG$ 190 mL ( - 1 ) for C(max - ; and 1.90 +/- 0.32 , ) ( 1.96 +/- 0.27 ) ( ( 2.13 ) 0.34 ) h for t1/2 96.6 ( ; +/- ( ) , ( pharmacokinetic +/- 44 +/- and ( 422 +/- 107 ) ng x h x mL ( ) 1 ) for AUC ( 0 - 14 h ) , respectively .	The pharmacokinetic parameters of - OH DFZ after the oral administration of 6 @DRUG$ , 12 mg 24 mg DFZ tablets were as follows : ( 37.7 +/- ) , ( 61.5 +/- 17.7 ) and ( 123 +/- ) @DRUG$ x mL - ) for C(max ) ; ( +/- 0.32 ) , ( 1.96 +/- 0.27 and ( 2.13 0.34 ) h for t1/2 ( 96.6 +/- 25.9 ) ( 190 +/- 44 ) and ( 422 107 ) ng x h x mL ( - ) for AUC ( 0 - h ) , .	The pharmacokinetic parameters of 21 - OH DFZ after the single oral administration of 6 @DRUG$ , 12 mg and 24 mg DFZ tablets were as follows : ( 37.7 +/- 11.6 ) , ( 61.5 +/- 17.7 ) and ( 123 +/- 23 ) DR	1
0	However, this is occurring increasingly for the new AEDs (@DRUG$, eslicarbazepine @DRUG$, felbamate, gabapentin, lacosamide, lamotrigine, levetiracetam, oxcarbazepine, perampanel, piracetam, pregabalin, rufinamide, stiripentol, sulthiame, tiagabine, topiramate, vigabatrin, and zonisamide).	still , this is pass more and more for the unexampled AEDs ( @DRUG$ , eslicarbazepine @DRUG$ , felbamate , neurontin , lacosamide , lamotrigine , levetiracetam , oxcarbazepine , perampanel , piracetam , pregabalin , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , vigabatrin , and zonisamide ) .	is rufinamide this However occurring increasingly for the new AEDs ( @DRUG$ , eslicarbazepine @DRUG$ , felbamate , , , lacosamide gabapentin lamotrigine , levetiracetam , oxcarbazepine , perampanel , , piracetam pregabalin , , , stiripentol , sulthiame , tiagabine , topiramate , vigabatrin , and zonisamide ) .	However , this is occurring increasingly for the new ( @DRUG$ , eslicarbazepine @DRUG$ , felbamate , gabapentin , lacosamide lamotrigine , levetiracetam , oxcarbazepine , perampanel , piracetam , pregabalin , rufinamide , , , tiagabine , , vigabatrin , and ) .	However, this is occurring increasingly for the new AEDs (@DRUG$, eslicarbazepine, felbamate, gabapentin, lacosamide, lamotrigine, levetiracetam, oxcarbazepine, perampanel, pir	1
0	Desvenlafaxine (DESV) is a newer antidepressant, which inhibits @DRUG$-@DRUG$ reuptake neurotransmission, similarly to venlafaxine, milnacipran and duloxetine.	Desvenlafaxine ( DESV ) is a newer antidepressant , which inhibits @DRUG$ - @DRUG$ re uptake neurotransmission , likewise to venlafaxine , milnacipran and duloxetine .	Desvenlafaxine ( DESV ) is a newer antidepressant , duloxetine inhibits @DRUG$ - @DRUG$ reuptake neurotransmission , similarly venlafaxine to , milnacipran and which .	Desvenlafaxine ( DESV ) is a antidepressant , which inhibits @DRUG$ - @DRUG$ reuptake neurotransmission , similarly to venlafaxine , duloxetine .	Desvenlafaxine ( DESV ) is a newer antidepressant that inhibits the reuptake of neurotransmitters, similarly to venlafaxine, milnacipran and duloxetine.	1
1	As lesopitron did not affect the binding of [3H]@DRUG$, involvement of the @DRUG$ reuptake system in the effects of lesopitron is rejected.	as lesopitron did not affect the binding of [ 3H ] @DRUG$ , involvement of the @DRUG$ reuptake system in the personal effects of lesopitron is rejected .	As lesopitron did not affect [ binding of the 3H ] @DRUG$ , involvement effects the @DRUG$ reuptake system in the of of lesopitron is rejected .	As lesopitron did affect binding of 3H ] @DRUG$ , involvement of the @DRUG$ reuptake system in the effects of lesopitron is rejected .	Lesopitron did not affect the binding of [3H]@DRUG$, so the involvement of the @DRUG$ reuptake system in the effects of lesopitron is rejected.	0
0	A mean total recovery of about 80% of the dose was found in urine @DRUG$ @DRUG$ and metabolites after oral and iv administration, conjugated metabolites amounted to 34-68% of the dose.	A mean total recuperation of about 80 % of the dose was found in urine @DRUG$ @DRUG$ and metabolites after oral and iv administration , conjugated metabolites add up to 34 - lxviii % of the dose .	of mean total recovery 80 about of % of the dose was found in urine @DRUG$ @DRUG$ 34 metabolites after oral and iv administration , conjugated metabolites amounted to and - 68 % A the dose .	A mean recovery of 80 % the dose was found urine @DRUG$ @DRUG$ and metabolites after and iv administration , conjugated metabolites amounted to 34 - 68 the dose .	Approximately 80% of the dose was recovered in urine as @DRUG$ and metabolites after both oral and intravenous administration. Approximately 34-68% of the dose was recovered as conjugated metabolites.	1
0	Many of the synthesized pyridine-3-carboxamides exhibited nanomolar binding affinity for the serotonin 5-HT(3) receptor along with moderate to high binding affinity for the @DRUG$ @DRUG$(2) receptor.	Many of the synthesise pyridine - 3 - carboxamides exhibited nanomolar hold affinity for the serotonin 5 - HT ( 3 ) receptor on with moderate to high hold affinity for the @DRUG$ @DRUG$ ( 2 ) receptor .	Many of the the pyridine - 3 - ) exhibited nanomolar binding affinity for synthesized serotonin 5 - HT ( 3 carboxamides high along with moderate to receptor binding affinity for the @DRUG$ @DRUG$ ( 2 ) receptor .	of the synthesized pyridine - - carboxamides exhibited nanomolar affinity for serotonin 5 - HT ( 3 ) receptor along with moderate to high binding affinity for the @DRUG$ @DRUG$ ( 2 ) .	Many of the synthesized pyridine - 3 - carboxamides exhibited nanomolar binding affinity for the serotonin 5 - HT ( 3 ) receptor along with moderate to high binding affinity for the @DRUG$ @DRUG$ ( 2 ) receptor ."This means that many of the synthes	0
0	Both produced similar initial rises in serum 25OHD over the first 3 d, but 25OHD continued to rise in the D(3)-treated subjects, peaking at 14 d, whereas serum 25OHD fell rapidly in the D(2)-treated subjects and was not different from baseline at 14 d. Area under the curve (AUC) to d 28 was 60.2 ng.@DRUG$/ml (150.5 nmol.d/liter) for vitamin D(2) and 204.7 (511.8) for @DRUG$(3) (P < 0.002).	both produced similar initial grow in serum 25OHD over the first gear 3 ergocalciferol , but 25OHD continued to turn out in the D ( 3 ) - treated subjects , peaking at 14 ergocalciferol , whereas serum 25OHD fell speedily in the D ( 2 ) - treated subjects and was not different from service line at 14 d. domain under the curve ( AUC ) to ergocalciferol  was 60.2 ng.@DRUG$ / ml ( 150.5 nmol.d/ liter ) for vitamin D ( 2 ) and 204.7 ( 511.8 ) for @DRUG$ ( 3 ) ( P < 0.002 ) .	Both produced curve initial rises in serum 25OHD over the first 3 @DRUG$ , but 25OHD ) to rise in the D ( 3 ) - treated subjects , peaking at 14 d , whereas not 25OHD fell ng.@DRUG$ in the subjects ( 2 ) - treated D and was serum ( from baseline at 14 d. Area under the similar ( AUC ) to d 28 was < rapidly / ml ( liter nmol.d/ 150.5 ) for vitamin D ( 2 ) and 204.7 ( 511.8 continued for d different 3 ) ( P 60.2 0.002 ) .	Both produced initial rises in serum over the first 3 d , but 25OHD continued to rise in the D ( 3 ) - treated subjects , peaking at 14 d , whereas serum 25OHD fell rapidly in the D ( 2 ) - treated subjects and was not different from baseline at 14 d. Area the curve ( AUC ) to d was 60.2 / ml ( 150.5 nmol.d/ liter ) for vitamin ( 2 ) and 204.7 511.8 ) @DRUG$ ( 3 ) ( P 0.002 )	Both drugs produced similar initial rises in serum 25OHD over the first 3 days, but 25OHD continued to rise in the D3-treated subjects, peaking at 14 days, whereas serum 25OHD fell rapidly in the D2-treated subjects and was not different from baseline at 14	1
0	Therefore, by virtue of its primary structure, @DRUG$ demonstrates both low self-association in solution and stability for a viable insulin product in the absence of @DRUG$, thereby maintaining immediate availability for absorption after subcutaneous injection.	Therefore , by merit of its principal structure , @DRUG$ demonstrates both low self-association in solution and stability for a viable insulin product in the absence of @DRUG$ , thereby maintaining immediate handiness for absorption after subcutaneous injection .	absorption , by virtue of its primary structure , @DRUG$ demonstrates viable low self-association in solution and both for a stability insulin product in the absence of @DRUG$ , thereby maintaining immediate availability for Therefore after subcutaneous injection .	Therefore , by virtue of its primary structure , @DRUG$ demonstrates both low self-association in solution and stability for a viable product in the absence of @DRUG$ , thereby maintaining immediate availability for absorption after subcutaneous injection .	@DRUG$ is stable for a viable insulin product in the absence of @DRUG$, thereby maintaining immediate availability for absorption after subcutaneous injection.	0
0	Crude marijuana extracts (1 and 10 microg/ml) of THCA strain stimulated the proliferation of MCF-7 cells, although the purified cannabinoids (THC, CBD and @DRUG$) did not show significant effects, such @DRUG$ the extract at the concentration of 0.01-1000 nM.	Crude marijuana educe ( 1 and  microg / millilitre ) of THCA sieve stimulated the proliferation of MCF - 7 cells , although the make pure cannabinoids ( THC , CBD and @DRUG$ ) did not show significant effects , such @DRUG$ the extract at the concentration of 0.01- 1000 nM .	Crude marijuana extracts ( 1 and 10 the / ml the of THCA strain MCF microg proliferation of stimulated - 7 ) , although the purified cannabinoids ( THC , CBD and @DRUG$ ) did nM show significant effects , such @DRUG$ the extract at cells concentration of 0.01- 1000 not .	Crude marijuana extracts ( 1 10 microg / ml ) of THCA strain stimulated the proliferation of MCF - 7 cells , although the purified cannabinoids ( THC , and @DRUG$ ) did not show significant effects , such @DRUG$ the extract at the concentration of 0.01- 1000 nM .	Crude marijuana extracts ( 1 and 10 microg / ml ) of THCA strain stimulated the proliferation of MCF - 7 cells , although the purified cannabinoids ( THC , CBD and @DRUG$ ) did not show significant effects , such @DRUG$ the extract at the concentration of 0.01-	0
0	These findings implicate that the efficacy of @DRUG$ @DRUG$ an antidepressant may be due to its multiple actions within the human brain.	These findings entail that the efficacy of @DRUG$ @DRUG$ an antidepressant drug may be due to its multiple actions within the human brain .	actions antidepressant implicate that the efficacy of @DRUG$ @DRUG$ an findings may be due to its multiple These within the human brain .	These findings that the of @DRUG$ @DRUG$ an antidepressant may be due to its multiple actions within the human brain	The efficacy of @DRUG$ @DRUG$ an antidepressant may be due to its multiple actions within the human brain .	0
0	Nicobrevin's UK license is now revoked, and the manufacturers of rimonabant, @DRUG$ and @DRUG$ are no longer supporting the development or testing of these treatments.	Nicobrevin's UK license is now revoked , and the manufacturers of rimonabant , @DRUG$ and @DRUG$ are no recollective supporting the development or testing of these treatment .	Nicobrevin's these now is license revoked , and the manufacturers of rimonabant , @DRUG$ and @DRUG$ are no longer supporting the development or testing of UK treatments .	Nicobrevin's UK license is now revoked , the manufacturers of rimonabant @DRUG$ and @DRUG$ are no longer supporting the development testing of these treatments .	Nicobrevin's UK license is now revoked , and the manufacturers of rimonabant are no longer supporting the development or testing of these treatments .	1
0	Mean change in bodyweight was -1.3% (SE 0.3) in the placebo group, -6.1% (0.3) in the naltrexone 32 @DRUG$ plus bupropion group (@DRUG$<0.0001 vs placebo) and -5.0% (0.3) in the naltrexone 16 mg plus bupropion group (p<0.0001 vs placebo).	mingy change in bodyweight was - 1.3 % ( atomic number  0.3 ) in the placebo group , - 6.1 % ( 0.3 ) in the naltrexone thirty two @DRUG$ plus bupropion group ( @DRUG$ < 0.0001 fin placebo ) and - 5.0 % ( 0.3 ) in the naltrexone xvi atomic number  plus bupropion group ( p< 0.0001 fin placebo ) .	Mean change in the was - 1.3 % ( SE 0.3 ) in the placebo group , - 6.1 % ( 0.3 0.3 in the naltrexone 32 @DRUG$ plus bupropion group ( @DRUG$ < naltrexone vs placebo ) ( - and % ( ) ) in bodyweight 0.0001 16 mg plus bupropion group p< 5.0 0.0001 vs placebo ) .	change in bodyweight was - 1.3 % ( SE 0.3 ) in the group , 6.1 % ( 0.3 ) in the naltrexone 32 @DRUG$ plus bupropion group ( @DRUG$ < 0.0001 vs placebo ) and - 5.0 % ( 0.3 ) in the naltrexone 16 mg plus bupropion group ( p< 0.0001 vs placebo )	The mean change in bodyweight was -1.3% in the placebo group, -6.1% in the naltrexone 32 mg plus bupropion group (@DRUG$ < 0.0001 vs placebo), and -5.0% in the naltrexone 16 mg	1
1	Results of an international, multicenter Phase III trial of @DRUG$ in combination with gemcitabine conducted in patients with pancreatic cancer indicate that the combination is no more efficacious than single-agent @DRUG$.	Results of an international , multicenter Phase III trial of @DRUG$ in combination with gemcitabine conducted in affected role with pancreatic cancer indicate that the combination is no more efficacious than one - broker @DRUG$ .	Results of than international , is Phase III trial of @DRUG$ in combination combination gemcitabine conducted in patients with pancreatic cancer indicate that the with multicenter no more efficacious an single - agent @DRUG$ .	Results an international , multicenter III trial of @DRUG$ in combination with gemcitabine conducted in patients with pancreatic cancer indicate that the combination is more efficacious than single - agent @DRUG$ .	The combination of @DRUG$ and gemcitabine is no more efficacious than gemcitabine alone in treating pancreatic cancer.	1
0	However, of these agents both @DRUG$ and @DRUG$ possess additional actions likely to be of relevance to asthma.	However , of these agents both @DRUG$ and @DRUG$ possess additional litigate likely to be of relevance to bronchial asthma .	However , of likely agents both @DRUG$ and @DRUG$ of additional actions these to be possess relevance to asthma .	However , of these agents both @DRUG$ and @DRUG$ possess additional actions likely to be of relevance asthma .	Both @DRUG$ and @DRUG$ have additional actions that are likely to be relevant to asthma.	0
0	Ten minutes later anaesthesia was induced with intramuscular DBK (@DRUG$ 0.08 @DRUG$ kg(-1), butorphanol 0.2 mg kg(-1), ketamine 10 mg kg(-1)) or TZ (tiletamine and zolazepam 5 mg kg(-1)).	tenner second later anaesthesia was rush with intramuscular DBK ( @DRUG$ 0.08 @DRUG$ kg ( - 1 ) , butorphanol 0.2 mg kg ( - 1 ) , ketamine hydrochloride 10 mg kg ( - 1 ) ) or TZ ( tiletamine and zolazepam quintet mg kg ( - 1 ) ) .	Ten minutes later ) was induced with kg DBK ( @DRUG$ 0.08 @DRUG$ kg ( - 1 ) , butorphanol 0.2 mg kg ( 10 ( ) , ketamine - mg intramuscular ( - kg ) ) or TZ ( tiletamine and zolazepam 5 mg 1 1 - 1 ) anaesthesia .	Ten later anaesthesia induced with intramuscular DBK @DRUG$ 0.08 @DRUG$ kg ( - 1 ) butorphanol 0.2 mg kg ( - 1 , ketamine 10 mg kg ( - 1 ) ) or TZ ( tiletamine and zolazepam 5 mg kg ( - 1 ) ) .	Ten minutes later anaesthesia was induced with intramuscular DBK ( @DRUG$ 0.08 @DRUG$ kg ( - 1 ) , butorphanol 0.2 mg kg ( - 1 ) , ketamine 10 mg kg ( - 1 ) ) or TZ ( tiletamine	0
0	Plasma @DRUG$ was above baseline in MSA even at 48 hours after @DRUG$.	Plasma @DRUG$ was above baseline in MSA even at xlviii hours after @DRUG$ .	after @DRUG$ was above baseline in MSA even at 48 hours Plasma @DRUG$ .	Plasma @DRUG$ above baseline in MSA even at 48 hours after @DRUG$ .	Plasma @DRUG$ was above baseline in MSA even at 48 hours after @DRUG$ ."This means that DRUGA was still detectable in the plasma of MSA patients even 48 hours after they had taken their last dose of DRUGB .	0
0	Background: Anti-cytokine therapies such @DRUG$ adalimumab, @DRUG$, and the small molecule JAK inhibitor tofacitinib have proven that cytokines and their subsequent downstream signaling processes are important in the pathogenesis of rheumatoid arthritis.	background signal : Anti-cytokine therapies such @DRUG$ adalimumab , @DRUG$ , and the small molecule JAK inhibitor tofacitinib have proven that cytokines and their subsequent downriver point processes are important in the pathogenesis of rheumatoid arthritis .	Background : Anti-cytokine therapies such @DRUG$ adalimumab , @DRUG$ , and signaling small proven JAK inhibitor tofacitinib have molecule processes cytokines and their subsequent downstream the that are important in the pathogenesis of rheumatoid arthritis .	Background : Anti-cytokine such @DRUG$ adalimumab , @DRUG$ , and the small molecule JAK inhibitor tofacitinib have proven cytokines and their subsequent downstream signaling are important in the pathogenesis of rheumatoid arthritis .	Anti-cytokine therapies such as adalimumab, @DRUG$, and the small molecule JAK inhibitor tofacitinib have proven that cytokines and their subsequent downstream signaling processes are important in the pathogenesis of rheumatoid arthritis.	1
0	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals and explosives (@DRUG$, roxithromycin, propazine, prochloraz, spinosad, ampicillin, @DRUG$, enrofloxacin, tetracycline, oxytetracycline, erythromycin, spinosad, cyclo-1,3,5,7-tetramethylene tetranitrate (HMX), and cyclo-1,3,5-trimethylene trinitramine (RDX)).	deoxyadenosine monophosphate extensive variety of multiclass species with low vapor pressure were try including pesticide , pharmaceuticals and explosive ( @DRUG$ , roxithromycin , propazine , prochloraz , spinosad , ampicillin , @DRUG$ , enrofloxacin , achromycin , oxytetracycline , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - trimethylene trinitramine ( RDX ) ) .	and wide variety of multiclass , with low vapor pressure were tested including pesticides species tetranitrate - explosives ( @DRUG$ , roxithromycin HMX propazine , prochloraz , spinosad , ampicillin , @DRUG$ , enrofloxacin , tetracycline , oxytetracycline , erythromycin , spinosad , cyclo A 1,3,5,7 RDX tetramethylene pharmaceuticals ( , ) , and cyclo - 1,3,5 - trimethylene trinitramine ( - ) ) .	wide variety of multiclass species with low vapor pressure were tested including pesticides , pharmaceuticals and explosives ( @DRUG$ , roxithromycin , propazine , prochloraz , spinosad , ampicillin , @DRUG$ , enrofloxacin , tetracycline , oxytetracycline , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( ) , and cyclo 1,3,5 - trimethylene trinitramine ( RDX ) ) .	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals, and explosives (@DRUG$, roxithromycin, propazine, prochloraz, spinosad, ampicillin, @DRUG$, enrofloxacin, tetr	0
0	The constitutive xanthine dehydrogenase form of this enzyme generally uses @DRUG$(+) as an electron acceptor, whereas the post-translational @DRUG$ oxidase form uses molecular oxygen and yields four units of reactive oxygen species per unit of transformed substrate.	The constitutional xanthine dehydrogenase form of this enzyme generally uses @DRUG$ ( + ) as an electron acceptor , whereas the post-translational @DRUG$ oxidase form uses molecular oxygen and yields four whole of responsive oxygen mintage per unit of transformed substrate .	The the xanthine dehydrogenase form of this enzyme of uses @DRUG$ ( + ) as an whereas and , electron constitutive post-translational @DRUG$ oxidase form uses molecular oxygen acceptor yields four units generally reactive oxygen species per unit of transformed substrate .	The constitutive xanthine dehydrogenase form of this enzyme generally uses @DRUG$ ( + ) as an electron acceptor , whereas the @DRUG$ oxidase form uses molecular oxygen and yields four of reactive oxygen species per unit of transformed .	The constitutive xanthine dehydrogenase form of this enzyme generally uses @DRUG$ ( + ) as an electron acceptor , whereas the post-translational @DRUG$ oxidase form uses molecular oxygen and yields four units of reactive oxygen species per unit of transformed substrate ."The	0
0	Inhibition of lornoxicam 5'-hydroxylation by CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5'-hydroxylation (@DRUG$ = 0.31 mu mol center dot l-1 as well @DRUG$ lornoxicam clearance (Ki = 0.33 mu mol center dot l-1), partial metabolic clearance (fm) = 0.95).	Inhibition of lornoxicam fin '- hydroxylation by CYP2C9 substratum and sulphaphenazole competitively and completely subdue lornoxicam fin ' - hydroxylation ( @DRUG$ = 0.31 mu mole center dot l- 1 as well @DRUG$ lornoxicam clearance ( Ki = 0.33 mu mole center dot cubic decimetre - 1 ) , partial metabolic clearance ( fm ) = 0.95 ) .	Inhibition of lornoxicam 5 '- hydroxylation Ki CYP2C9 1 and sulphaphenazole inhibited and ) competitively lornoxicam 5 ' - hydroxylation ( @DRUG$ = 0.31 mu mol center dot l- substrates as well @DRUG$ lornoxicam clearance ( = by 0.33 mu mol center dot l - 1 ) , partial metabolic clearance ( fm ) = 0.95 completely .	Inhibition of lornoxicam 5 '- hydroxylation by CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5 ' - @DRUG$ = 0.31 mu mol center dot l- 1 as well @DRUG$ lornoxicam clearance ( Ki = 0.33 mu mol center dot l - 1 ) , partial metabolic clearance ( fm ) = 0.95 ) .	Inhibition of lornoxicam 5 '- hydroxylation by CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5 '- hydroxylation (@DRUG$ = 0.31 mu mol center dot l-1 as	1
0	In all patients, fasting serum @DRUG$, calcium, sodium, potassium, cholesterol, triglyceride, parathyroid hormone (PTH) values, and morning second-spot urine @DRUG$ and creatinine levels were assessed before and 8 weeks after treatment with indapamide.	in all patients , fasting blood serum @DRUG$ , calcium , sodium , k , cholesterol , triglyceride , parathyroid hormone ( PTH ) values , and morning time second -spot urine @DRUG$ and creatinine levels were assessed before and 8 weeks after treatment with indapamide .	In all patients , fasting serum @DRUG$ , calcium and sodium , potassium , cholesterol , triglyceride , parathyroid -spot ( treatment ) values , and morning second hormone urine @DRUG$ and creatinine levels after assessed before , 8 weeks were PTH with indapamide .	In all patients , serum @DRUG$ , calcium , sodium , potassium , cholesterol , triglyceride parathyroid hormone ( PTH ) values , and morning second -spot @DRUG$ and creatinine levels were assessed before and 8 weeks after treatment with indapamide .	In all patients, fasting serum @DRUG$, calcium, sodium, potassium, cholesterol, triglyceride, parathyroid hormone (PTH) values, and morning second-spot urine @DRUG$ and creatinine levels were assessed before and 8 weeks after treatment with indapamide.	0
0	It is similar to cefamandole and @DRUG$ in its in vitro superiority to 'first generation' cephalosporins against several species of Enterobacteriaceae as well @DRUG$ its activity against Haemophilus influenzae, including beta-lactamase-producing strains.	It is similar to cefamandole and @DRUG$ in its in vitro superiority to ' first contemporaries ' cephalosporins against respective species of enterobacteriaceae as well @DRUG$ its activity against Haemophilus influenzae , including beta-lactamase - producing strains .	It is similar of cefamandole and @DRUG$ in its in vitro superiority to ' first generation ' cephalosporins Enterobacteriaceae including species to against as well @DRUG$ its activity against Haemophilus influenzae , several beta-lactamase - producing strains .	It is similar to cefamandole and @DRUG$ its in vitro superiority to ' first ' cephalosporins against several species of Enterobacteriaceae as well @DRUG$ its activity against Haemophilus , including beta-lactamase - producing strains .	@DRUG$ is similar to cefamandole in its ability to kill bacteria better than ' first generation ' cephalosporins, and it is also effective against Haemophilus influenzae , including beta-lactamase - producing strains .	1
1	@DRUG$ is a selective peripheral and central catechol-O-methyltransferase (COMT) inhibitor recently approved as adjunctive therapy in patients with idiopathic Parkinson's disease who are already being treated with a @DRUG$-peripheral dopa decarboxylase inhibitor (DDI) combination.	@DRUG$ is a selective peripheral and fundamental catechol - O-methyltransferase ( COMT ) inhibitor lately approved as adjunctive therapy in patients with idiopathic cyril northcote parkinson 's disease who are already being treated with a @DRUG$ - peripheral dopa decarboxylase inhibitor ( didanosine ) combination .	@DRUG$ Parkinson a selective peripheral and therapy catechol - O-methyltransferase ( COMT ) inhibitor recently approved with adjunctive central in patients with idiopathic is 's disease DDI are already being treated as a @DRUG$ - peripheral dopa decarboxylase inhibitor ( who ) combination .	@DRUG$ is selective peripheral central catechol - O-methyltransferase ( COMT ) inhibitor recently approved as adjunctive therapy in patients with idiopathic Parkinson 's disease who are already being treated with a @DRUG$ - peripheral dopa decarboxylase inhibitor ( DDI ) combination	@DRUG$ is a drug that is used to inhibit the COMT enzyme, which is involved in the breakdown of catecholamines. DRUGA is used in combination with a @DRUG$ that inhibits the peripheral dopa decarboxylase enzyme. This combination is approved as adjun	0
1	The newer, atypical antipsychotics such as @DRUG$, remoxipride, clozapine, olanzapine, sertindole, ziprasidone, and amisulpride all bind more loosely than dopamine to the dopamine D2 receptor and have dissociation constants higher than that for @DRUG$.	The newer , irregular antipsychotics such as @DRUG$ , remoxipride , clozapine , olanzapine , sertindole , ziprasidone , and amisulpride all bind more slackly than intropin to the intropin D2 receptor and have disassociation constants higher than that for @DRUG$ .	The newer , atypical antipsychotics such as @DRUG$ , remoxipride , clozapine , dopamine , olanzapine , ziprasidone and the amisulpride all bind more loosely than sertindole to and dopamine D2 receptor , have dissociation constants higher than that for @DRUG$ .	The newer , atypical antipsychotics such @DRUG$ , remoxipride , clozapine , , sertindole , ziprasidone , and amisulpride all bind more loosely dopamine to the dopamine D2 receptor and have dissociation constants higher than that for @DRUG$ .	The newer, atypical antipsychotics such as @DRUG$ bind more loosely than dopamine to the dopamine D2 receptor and have dissociation constants higher than that for @DRUG$.	0
0	Compared with the control group, the DDVP-treated group showed statistically significantly increased intensities of @DRUG$, estrone sulfate, @DRUG$, deoxycholic acid, p-cresol, p-cresol sulfate, and orotic acid but decreased intensities of suberic acid, citric acid, sebacic acid, hippuric acid, taurine, phosphocreatine, 3-hydroxyanthranilic acid, and kynurenic acid.	Compared with the control group , the DDVP - care for group showed statistically importantly increase saturation of @DRUG$ , estrone sulfate , @DRUG$ , deoxycholic acid , p-cresol , p-cresol sulfate , and orotic acid but fall saturation of suberic acid , citric acid , sebacic acid , hippuric acid , taurine , creatine phosphoric acid , 3 - hydroxyanthranilic acid , and kynurenic acid .	DDVP with the control group , the Compared - treated group - statistically significantly increased intensities of @DRUG$ , estrone sulfate , @DRUG$ , deoxycholic and , p-cresol , p-cresol sulfate , , orotic acid but phosphocreatine intensities of suberic acid , citric acid , sebacic acid , hippuric acid , taurine hydroxyanthranilic decreased , 3 showed , acid and acid kynurenic acid .	with the control group , the DDVP - treated group showed statistically significantly intensities of @DRUG$ , estrone sulfate , @DRUG$ , deoxycholic acid , p-cresol , p-cresol sulfate , and orotic acid decreased of suberic acid , citric acid , sebacic , hippuric acid , taurine , phosphocreatine , 3 - hydroxyanthranilic acid , and kynurenic acid .	The intensity of @DRUG$ was statistically significantly increased in the DDVP-treated group compared with the control group, while the intensity of @DRUG$ was statistically significantly decreased in the DDVP-treated group.	0
1	Moreover, we compared the @DRUG$ responses to the effects induced by the dopamine, noradrenaline, and cholinergic agonists, apomorphine (APO), @DRUG$ (ATO), and oxotremorine (OXO).	moreover , we compare the @DRUG$ responses to the effects induced by the dopastat , noradrenaline , and cholinergic agonists , apomorphine ( APO ) , @DRUG$ ( ATO ) , and oxotremorine ( OXO ) .	( , we compared the @DRUG$ responses to the effects induced by the dopamine , noradrenaline , and cholinergic agonists , apomorphine ( APO ) , @DRUG$ OXO ATO ) , and ) ( Moreover oxotremorine .	Moreover , we compared the @DRUG$ responses to the effects induced by the dopamine noradrenaline , cholinergic agonists , apomorphine ( APO , @DRUG$ ( ATO ) , and oxotremorine ( OXO ) .	We found that @DRUG$ responded similarly to the effects induced by dopamine , noradrenaline , and cholinergic agonists .	1
0	Plasma was spiked with a tetradeuterated analog of @DRUG$ (AL-5848X) as internal standard (IS) and acidified with 0.1 M @DRUG$.	Plasma was spiked with a tetradeuterated analog of @DRUG$ ( AL - 5848X ) as inner standard ( embody ) and acidified with 0.1 M @DRUG$ .	Plasma was spiked 5848X a tetradeuterated analog of @DRUG$ ( AL - with ) as 0.1 standard ( IS ) and acidified with internal M @DRUG$ .	Plasma was spiked with a analog of @DRUG$ ( AL - 5848X ) as internal standard ( IS ) and acidified with 0.1 M @DRUG$ .	Plasma was spiked with a tetradeuterated analog of @DRUG$ ( AL - 5848X ) as internal standard ( IS ) and acidified with 0.1 M @DRUG$ ."This means that the acidified plasma was used to spike a sample of DRUGA	0
1	Eighty patients receiving their first course of chemotherapy with regimens containing cisplatin or @DRUG$ analogues entered this open crossover study comparing nabilone 2 mg and prochlorperazine 5 mg given orally every 12 h for four doses against metoclopramide 2 mg/kg loading dose intravenously (i.v.), then 3 mg/kg as an (i.v.) infusion over 8 h and @DRUG$ 20 mg (i.v.) over 3-5 min at the time of chemotherapy.	Eighty patients find their initiatory naturally of chemotherapy with regimens containing cisplatin or @DRUG$ analogues entered this open crossover study comparing nabilone deuce mg and prochlorperazine quintuplet mg given orally every 12 h for quadruplet doses against metoclopramide deuce mg / kg stretch dose intravenously ( i.v. ) , then 3 mg / kg as an ( i.v. ) infusion over 8 h and @DRUG$ 20 mg ( i.v. ) over 3 - quintuplet fukkianese at the time of chemotherapy .	Eighty patients receiving their first course of chemotherapy with regimens containing cisplatin or @DRUG$ analogues entered this open over study comparing nabilone at mg and kg 5 mg given orally every 12 20 for 2 doses against metoclopramide four mg / prochlorperazine loading dose intravenously ( i.v. ) , / 3 mg then kg as an and i.v. ) infusion over 8 h ( @DRUG$ h mg ( i.v. ) crossover 3 - 5 min time the 2 of chemotherapy .	Eighty patients receiving their first of chemotherapy with regimens containing cisplatin or @DRUG$ analogues entered this open crossover study comparing nabilone 2 mg and prochlorperazine mg given every 12 for four doses against metoclopramide 2 mg / kg loading dose intravenously ( i.v. ) , then 3 mg / kg as an ( i.v. ) infusion over 8 h and @DRUG$ 20 mg ( i.v. ) - 5 min at the time chemotherapy .	Eighty patients receiving their first course of chemotherapy with regimens containing cisplatin or @DRUG$ analogues entered this open crossover study comparing nabilone 2 mg and prochlorperazine 5 mg given orally every 12 h for four doses against metoclopramide 2 mg / kg loading dose	1
0	Deslorelin was incubated with intact cornea either alone or in the presence of 0.1 mM @DRUG$, 0.1% @DRUG$, 0.1 mM phosphoramidon, 0.1 mM N-tosyl-L-phenylalanine chloromethylketone (TPCK), 0.1-2% EDTA, 0.1-1% ZnCl2, 0.1% dithiothreitol (DTT), or 0.1% N-ethylmaleimide (NEM) at 37 degrees C.	Deslorelin was incubated with intact cornea either alone or in the comportment of 0.1 mm @DRUG$ , 0.1 % @DRUG$ , 0.1 mm phosphoramidon , 0.1 mm N-tosyl-L-phenylalanine chloromethylketone ( TPCK ) , 0.1-2 % edta , 0.1- one % ZnCl2 , 0.1 % dithiothreitol ( DTT ) , or 0.1 % N-ethylmaleimide ( NEM ) at  level C.	Deslorelin was 0.1 with intact of alone either or in 37 presence cornea 0.1 mM @DRUG$ , 0.1 incubated @DRUG$ , 0.1 mM phosphoramidon , % mM N-tosyl-L-phenylalanine chloromethylketone ( TPCK % , 0.1-2 % EDTA , 0.1- 1 ) ZnCl2 , 0.1 % dithiothreitol ( DTT ) , or 0.1 % N-ethylmaleimide ( NEM ) at the degrees C.	Deslorelin was incubated with intact cornea either alone or in the presence of 0.1 mM @DRUG$ , 0.1 % @DRUG$ , 0.1 mM phosphoramidon , 0.1 mM N-tosyl-L-phenylalanine ( TPCK ) , 0.1-2 % EDTA , 0.1- % ZnCl2 , 0.1 % dithiothreitol ( DTT ) , or % N-ethylmaleimide NEM ) at 37 degrees C.	Deslorelin was incubated with intact cornea either alone or in the presence of 0.1 mM @DRUG$ , 0.1 % @DRUG$ , 0.1 mM phosphoramidon , 0.1 mM N-tosyl-L-phenylalanine chloromet	0
0	@DRUG$ @DRUG$ (ESL) is a once daily antiepileptic drug (AED) approved by the European Medicines Agency (EMA), the Food and Drug Administration (FDA) and Health Canada as an adjunctive therapy in adults with partial-onset seizures (POS).	@DRUG$ @DRUG$ ( ESL ) is a once everyday antiepileptic dose ( AED ) approved by the European Medicines Agency ( EMA ) , the Food and Drug Administration ( fda ) and Health Canada as an adjunctive therapy in adults with fond - onset seizure ( POS ) .	@DRUG$ @DRUG$ ( ESL ) is a once daily antiepileptic drug ( Food Medicines approved by the European ) Agency ( partial ) , the AED and an Administration ( FDA ) and Health POS as Drug adjunctive therapy in adults with EMA - onset seizures ( Canada ) .	@DRUG$ @DRUG$ ( ESL ) a once daily antiepileptic drug ( AED ) approved by European Medicines ( EMA , the Food and Drug Administration ( FDA ) and Health Canada as an adjunctive therapy in adults partial - onset seizures ( POS )	@DRUG$ is an adjunctive therapy in adults with partial-onset seizures, approved by the European Medicines Agency, the Food and Drug Administration, and Health Canada.	1
0	This raised the possibility that the effect is the result of @DRUG$-1-@DRUG$ (MIP) synthase inhibition.	This raised the possibility that the effect is the answer of @DRUG$ -1- @DRUG$ ( MIP ) synthase suppression .	This raised the possibility that the effect is the -1- result @DRUG$ of @DRUG$ ( MIP ) synthase inhibition .	This that the effect is the result of @DRUG$ @DRUG$ ( MIP ) synthase inhibition .	The possibility exists that @DRUG$ inhibits the activity of @DRUG$, which in turn results in the observed effect.	0
0	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either @DRUG$ (1 mg/kg i.p.) or montelukast (1 mg/kg i.@DRUG$.).	Aerosolized AMP elicited meaning increases in Penh in supersensitised mice , and the effect was significantly attenuated by either @DRUG$ ( 1 atomic number  / kg i.p. ) or montelukast ( 1 atomic number  / kg i.@DRUG$ . ) .	Aerosolized AMP elicited significant i.p. in Penh in sensitized mice or and the effect was significantly attenuated by either 1 ( 1 mg / kg increases ) , montelukast ( @DRUG$ mg / kg i.@DRUG$ . ) .	Aerosolized AMP elicited significant in Penh in sensitized , and the effect was significantly attenuated by either @DRUG$ ( 1 mg / kg i.p. ) or montelukast ( 1 mg / kg i.@DRUG$ . ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either @DRUG$ (1 mg/kg i.p.) or montelukast (1 mg/kg i.@DRUG$)."In other words	0
0	Prucalopride was a 5-HT(4) receptor agonist in the guinea-pig colon, as it induced contractions (pEC(50)=7.48+/-0.06; insensitive to a @DRUG$(2A) or 5-HT(3) receptor antagonist, but inhibited by a 5-HT(4) receptor antagonist) @DRUG$ well as the facilitation of electrical stimulation-induced noncholinergic contractions (blocked by a 5-HT(4) receptor antagonist).	Prucalopride was a 5 - HT ( 4 ) sensory receptor protagonist in the guinea- bull costa rican colon , as it induced contractions ( pEC ( fifty ) =7.48+/-0.06 ; insensitive to a @DRUG$ ( 2A ) or 5 - HT ( 3 ) sensory receptor antagonist , but inhibited by a 5 - HT ( 4 ) sensory receptor antagonist ) @DRUG$ swell as the facilitation of electric arousal - induced noncholinergic contractions ( blocked by a 5 - HT ( 4 ) sensory receptor antagonist ) .	=7.48+/-0.06 was a 5 - HT ( of ( it agonist pig the guinea- in colon by as receptor induced contractions ( pEC ( 50 ) Prucalopride ; insensitive to a @DRUG$ ) 2A ) or 5 - HT HT 3 ) receptor antagonist , but inhibited by a 5 - ( ( 4 ) receptor antagonist ) @DRUG$ well as the facilitation 4 electrical stimulation - induced noncholinergic contractions ( blocked , a 5 - HT ( 4 ) receptor antagonist ) .	Prucalopride was a 5 - HT ( 4 ) receptor agonist guinea- pig colon , as it induced contractions pEC ( 50 ) =7.48+/-0.06 ; insensitive to a @DRUG$ ( 2A ) or 5 - ( 3 ) receptor antagonist , but inhibited by a 5 - HT ( 4 ) receptor antagonist ) @DRUG$ well as the facilitation of electrical stimulation - induced noncholinergic contractions blocked by a 5 - HT 4 ) receptor antagonist ) .	Prucalopride is a drug that activates the 5-HT4 receptor in the guinea pig colon. This drug causes the colon to contract, and it also facilitates electrical stimulation-induced contractions. However, it is blocked by a 5-HT4 receptor antagonist.	1
0	Bradykinin-stimulated release of immunoreactive substance P (iSP) and calcitonin gene-related peptide (iCGRP) was attenuated by the N-type VSCC blocker, omega-conotoxin GVIA (100 nM), but was unaffected by blockade of L-type (1 microM @DRUG$) or @DRUG$-type (200 nM omega-agatoxin IVA) VSCC.	Bradykinin-stimulated release of immunoreactive substance P ( iSP ) and calcitonin gene-related peptide ( iCGRP ) was faded by the N-type VSCC blocking agent , omega-conotoxin GVIA ( c nM ) , but was unaffected by blockade of L-type ( one microM @DRUG$ ) or @DRUG$ -type ( 200 nM omega-agatoxin marsh elder ) VSCC .	Bradykinin-stimulated release of , substance P ( ( ) and calcitonin gene-related peptide omega-agatoxin iCGRP ) was attenuated by the N-type VSCC blocker , omega-conotoxin VSCC ( 100 nM ) immunoreactive but ) unaffected by blockade of L-type ( 1 microM @DRUG$ was or @DRUG$ -type ( 200 nM iSP IVA ) GVIA .	Bradykinin-stimulated release of immunoreactive substance P ( iSP ) and calcitonin gene-related peptide ( iCGRP ) was attenuated by N-type VSCC blocker , GVIA 100 nM ) , but was unaffected by of L-type ( 1 microM @DRUG$ ) or @DRUG$ -type ( 200 nM omega-agatoxin IVA .	The release of iSP and iCGRP was attenuated by the N-type VSCC blocker, omega-conotoxin GVIA, but was unaffected by blockade of L-type or @DRUG$-type VSCC.	1
0	RESULTS: The most important botanicals pertaining to dermatologic uses, such as cosmeceuticals, include teas, soy, pomegranate, date, grape seed, Pycnogenol, horse chestnut, German chamomile, @DRUG$, comfrey, @DRUG$, and aloe.	RESULTS : The most important botanicals concern to dermatologic uses , such as cosmeceuticals , include teas , soy , pomegranate , see , grape semen , Pycnogenol , horse chestnut , German chamomile , @DRUG$ , cumfrey , @DRUG$ , and aloe .	RESULTS : include most important botanicals pertaining to dermatologic uses , such as cosmeceuticals , , teas , soy , pomegranate , date , grape seed and , Pycnogenol horse chestnut , German chamomile , @DRUG$ , comfrey , @DRUG$ The , aloe .	RESULTS : The most important botanicals pertaining to dermatologic uses , such as cosmeceuticals , include teas , soy , pomegranate , date , seed , Pycnogenol , horse chestnut , German , @DRUG$ , comfrey , @DRUG$ , and aloe .	The most important botanicals pertaining to dermatologic uses, such as cosmeceuticals, include teas, soy, pomegranate, date, grape seed, Pycnogenol, horse chestnut, German chamomile, @DRUG$, comfrey, DRU	1
0	Coadministration with other HIV-1 PIs continues to be studied.The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$-administer fosamprenavir and fosamprenavir plus @DRUG$ with many other commonly co-prescribed medications, such as gastric acid suppressants, HMG-CoA reductase inhibitors, antibacterials and antifungal agents.	Coadministration with other hiv -1 sherlock continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction info provides counselling on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus @DRUG$ with many other commonly co-prescribed medications , such as gastric acid appetite suppressant , HMG - CoA reductase inhibitors , antibacterials and antifungal agents .	Coadministration with other HIV -1 PIs continues to with studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to such medications administer fosamprenavir and fosamprenavir plus @DRUG$ be suppressants other commonly co-prescribed - , @DRUG$ as gastric acid many , HMG - reductase CoA inhibitors , antibacterials and antifungal agents .	Coadministration with other HIV -1 PIs to be studied . The extensive and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus @DRUG$ many other commonly co-prescribed medications , such as gastric suppressants , HMG - CoA reductase inhibitors , antibacterials and antifungal agents .	Coadministration with other HIV -1 PIs continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus @DRUG$	0
0	The D-galactose exposure also induced an increase in peripheral oxidative stress, including an increase in @DRUG$, a decrease in total anti-oxidative capabilities (T-AOC), total superoxide dismutase (T-SOD), and @DRUG$ peroxidase (GSH-Px) activities.	The D-galactose exposure likewise induced an increase in computer peripheral oxidative emphasis , including an increase in @DRUG$ , a decrease in total anti-oxidative capabilities ( T- AOC ) , total superoxide dismutase ( T- turf ) , and @DRUG$ peroxidase ( GSH - Px ) activities .	The AOC exposure also induced an increase ( - oxidative stress , including an increase in @DRUG$ , a decrease in total anti-oxidative capabilities ( T- D-galactose ) , total GSH dismutase ( T- SOD ) , and @DRUG$ peroxidase in superoxide peripheral Px ) activities .	The D-galactose exposure also induced an increase in peripheral oxidative stress , including an increase in @DRUG$ , a decrease in total anti-oxidative capabilities ( T- AOC ) , total superoxide dismutase T- SOD ) , and @DRUG$ peroxidase ( GSH - Px ) .	The D-galactose exposure also induced an increase in peripheral oxidative stress, including an increase in @DRUG$, a decrease in total anti-oxidative capabilities (T-AOC), total superoxide dismutase (T-SOD), and @DRUG$ peroxidase	0
0	Serum @DRUG$ was consistently suppressed below 50 @DRUG$/dL in all patients and mean testosterone levels were 13.1, 14.8 and 10.8 ng/dL after 104 weeks (year 2), 156 weeks (year 3) and 208 weeks (year 4) of treatment, respectively.	serum @DRUG$ was systematically suppressed below 50 @DRUG$ / dL in all patients and mean testosterone stratum were 13.1 , 14.8 and 10.8 ng / dL after 104 weeks ( year ii ) , 156 weeks ( year 3 ) and 208 weeks ( year 4 ) of discourse , respectively .	Serum @DRUG$ 3 / suppressed below 50 @DRUG$ / dL in all patients and mean testosterone levels were 13.1 , 14.8 and 10.8 ng consistently dL after and 208 ( year 2 ) , 156 weeks ( year was 4 104 weeks weeks ( year ) ) of treatment , respectively .	Serum @DRUG$ was consistently suppressed below 50 @DRUG$ / in all patients and mean levels were 13.1 , and 10.8 ng / dL 104 weeks ( year 2 ) , 156 weeks ( 3 208 ( year 4 ) of treatment , respectively .	Serum @DRUG$ was consistently suppressed below 50 @DRUG$ / dL in all patients and mean testosterone levels were 13.1 , 14.8 and 10.8 ng / dL after 104 weeks ( year 2 ) , 156 weeks ( year 3 ) and 208 weeks ( year 4 )	0
0	Ovulation occurred earlier at the second estrus of the T2 group, compared with the T1 and @DRUG$ groups (@DRUG$< or =0.027), being similar to that at the first estrus of T2 group (P=0.177).	Ovulation occur earlier at the arcsecond estrus of the T2 group , compared with the T1 and @DRUG$ groups ( @DRUG$ < or =0.027 ) , being like to that at the foremost estrus of T2 group ( P=0.177 ) .	Ovulation being earlier at the second estrus of T2 T2 group ( compared with the T1 and @DRUG$ groups , @DRUG$ < or =0.027 ) , occurred similar to that at the first estrus of the group ( P=0.177 ) .	occurred earlier at the second estrus the T2 group , compared with the T1 @DRUG$ groups ( @DRUG$ < or =0.027 ) , being similar to that at the first estrus of T2 group ( P=0.177 ) .	Ovulation occurred earlier at the second estrus of the T2 group , compared with the T1 and @DRUG$ groups ( DRUGA < or =0.027 ) , being similar to that at the first estrus of T2 group ( P=0.177 ) .	1
0	Understanding of the mechanism of @DRUG$ action @DRUG$ a smoking cessation aid provides a necessary basis for conducting clinical trials to confirm its efficacy as an optimal antismoking therapy.	Understanding of the mechanism of @DRUG$ action @DRUG$ a smoking cessation aid provides a necessary fundament for conducting clinical trials to support its efficaciousness as an optimal antismoking therapy .	provides of the mechanism of @DRUG$ action @DRUG$ a smoking cessation aid Understanding a necessary basis for conducting clinical trials therapy confirm its efficacy as to optimal antismoking an .	Understanding of the mechanism of @DRUG$ action @DRUG$ a smoking cessation aid provides a necessary basis for conducting clinical trials to confirm its efficacy as optimal antismoking therapy .	Understanding of the mechanism of @DRUG$ action @DRUG$ a smoking cessation aid provides a necessary basis for conducting clinical trials to confirm its efficacy as an optimal antismoking therapy ."DRUGA is the drug being studied, and DRUGB is the drug's action.	0
0	In a prespecified subgroup analysis of the primary outcome, @DRUG$ was superior to @DRUG$-replacement therapy among women and noninferior among men.	In a prespecified subgroup analysis of the primary election termination , @DRUG$ was superior to @DRUG$ - replacement therapy among women and noninferior among men .	subgroup a prespecified In analysis of the men outcome , @DRUG$ was superior to @DRUG$ - replacement therapy among women and noninferior among primary .	In a prespecified analysis of the primary outcome , @DRUG$ was superior to @DRUG$ - replacement therapy among women and among men .	@DRUG$ was found to be better than @DRUG$ among women and just as good as DRUGB among men.	0
0	Recent studies demonstrate that dietary @DRUG$ increases the content of its elongase product, dihomo-gamma-linolenic acid (DGLA), within cell membranes without concomitant changes in @DRUG$ (AA).	Recent studies demonstrate that dietetical @DRUG$ increases the content of its elongase product , dihomo-gamma-linolenic acid ( DGLA ) , inside cell membranes without consequent changes in @DRUG$ ( AA ) .	Recent studies demonstrate that ( @DRUG$ increases the content ) product elongase its , dihomo-gamma-linolenic acid dietary DGLA ) , within cell membranes without concomitant changes in @DRUG$ ( AA of .	Recent studies demonstrate that dietary @DRUG$ increases the content of elongase product , dihomo-gamma-linolenic acid ( DGLA ) , within cell membranes without concomitant changes @DRUG$ ( AA ) .	Dietary @DRUG$ increases the content of its elongase product, dihomo-gamma-linolenic acid (DGLA), within cell membranes without concomitant changes in @DRUG$ (AA).	0
0	When diclazuril (1.0 or 0.5 @DRUG$/kg) was combined with @DRUG$ (12.5 mg/kg) all mice survived the 56-day observation period.	When diclazuril ( 1.0 or 0.5 @DRUG$ / kg ) was combined with @DRUG$ ( 12.5 atomic number  / kg ) all mice survived the 56 - clarence shepard day jr watching period .	When diclazuril ( - or 0.5 @DRUG$ / observation / was combined with @DRUG$ ( 12.5 mg ) kg ) all mice survived the 56 1.0 day kg period .	When diclazuril ( 0.5 @DRUG$ / ) was combined with @DRUG$ ( 12.5 mg / kg ) all mice survived the 56 - day observation period .	When diclazuril ( 1.0 or 0.5 @DRUG$ / kg ) was combined with @DRUG$ ( 12.5 mg / kg ) all mice survived the 56 - day observation period ."This means that when diclazuril was combined with	0
0	Following digitalisation femoral venous plasma potassium increased by 0.2-0.3 mmol.litre-1 (@DRUG$ < 0.05) at work rates of 69 W, 93 @DRUG$, and at exhaustion, as well as during the first 3 min of recovery.	travel along digitalization femoral venous plasma potassium increased by 0.2-0.3 mmol.litre-1 ( @DRUG$ < 0.05 ) at body of work rates of 69 W , 93 @DRUG$ , and at debilitation , as well as during the first 3 min of recovery .	work digitalisation femoral venous plasma first increased by 0.2-0.3 mmol.litre-1 ( @DRUG$ < , ) at Following rates of 69 W , , @DRUG$ 93 and at exhaustion 0.05 as well as during the potassium 3 min of recovery .	Following digitalisation femoral venous plasma potassium increased by 0.2-0.3 mmol.litre-1 ( @DRUG$ < 0.05 ) at rates of 69 W , 93 @DRUG$ , at exhaustion , as well as during the first 3 of recovery .	The higher the @DRUG$ level, the lower the @DRUG$ level.	0
0	These drugs include @DRUG$ @DRUG$ (Lupron); the first GnRH agonist to be approved in the United States, nafarelin acetate (Synarel); and goserelin acetate (Zoladex).	These drugs include @DRUG$ @DRUG$ ( Lupron ) ; the first GnRH protagonist to be okay in the unify States , nafarelin acetate ( Synarel ) ; and goserelin acetate ( Zoladex ) .	These drugs include @DRUG$ @DRUG$ and Lupron ) ; to first GnRH agonist States be approved in the United the , nafarelin acetate ( Synarel ) ; ( goserelin acetate ( Zoladex ) .	include @DRUG$ @DRUG$ ( Lupron ) the first GnRH to be approved in the United States nafarelin ( Synarel ) and goserelin acetate ( Zoladex ) .	@DRUG$ is a drug that is used in the treatment of prostate cancer, and @DRUG$ is a drug that is used in the treatment of endometriosis. These drugs include Lupron, nafarelin acetate, and goserelin acetate.	0
0	Encephalopathy was reported in 4 women who received @DRUG$ 500 mg/@DRUG$.	Encephalopathy was reported in 4 char who received @DRUG$ 500 mg / @DRUG$ .	Encephalopathy was 4 in reported women who received @DRUG$ 500 mg / @DRUG$ .	Encephalopathy was reported in 4 women who received @DRUG$ 500 mg / @DRUG$ .	Encephalopathy was reported in 4 women who received @DRUG$ 500 mg / @DRUG$ ."If you received DRUGA 500 mg, you were more likely to experience encephalopathy than if you received DRUGB alone.	0
1	As a therapeutic class, there is little pharmacokinetic information available for these drugs, which is inclusive of benztropine, biperiden, diphenhydramine, ethopropazine, orphenadrine, @DRUG$ and @DRUG$.	eastern samoa a therapeutic class , there is little pharmacokinetic information available for these drugs , which is inclusive of benztropine , biperiden , benadryl , ethopropazine , norflex , @DRUG$ and @DRUG$ .	a As therapeutic class , there , little pharmacokinetic information available for is drugs , which is inclusive of benztropine these biperiden , diphenhydramine , ethopropazine , orphenadrine , @DRUG$ and @DRUG$ .	As a therapeutic class , there is little pharmacokinetic information available for these drugs , which inclusive of benztropine , biperiden diphenhydramine , ethopropazine , orphenadrine @DRUG$ and @DRUG$ .	There is little information available on how these drugs are metabolized and eliminated from the body.	1
0	We treated 20 patients who had steatohepatitis but were not alcoholics with @DRUG$ (500 @DRUG$ three times a day for 4 months), an agent that improves hepatic insulin sensitivity.	We cover 20 patients who had steatohepatitis but were not alcoholics with @DRUG$ ( 500 @DRUG$ three times a clarence day for 4 months ) , an agent that improves liverwort insulin sensitivity .	We treated 20 not who had steatohepatitis but were that alcoholics with @DRUG$ ( an @DRUG$ three times a day for 4 months ) , 500 agent patients improves hepatic insulin sensitivity .	treated 20 patients had steatohepatitis but not alcoholics with @DRUG$ ( 500 @DRUG$ three times a day for months ) , an that improves hepatic insulin sensitivity .	We treated 20 patients who had steatohepatitis but were not alcoholics with @DRUG$ ( 500 @DRUG$ three times a day for 4 months ) , an agent that improves hepatic insulin sensitivity ."DRUGA is an agent that improves hepatic insulin sensitivity, while DR	0
0	Although gamma-@DRUG$ (GLA) has been shown to correct deficiencies in skin lipids associated with reduced delta-6-desaturase activity which should result in improvement of dysregulation of inflammation and immunity in atopic eczema, clinical studies with @DRUG$ containing 10% GLA have yielded contradictory results.	Although gamma-@DRUG$ ( GLA ) has been shown to adjust deficiencies in skin lipids link up with reduced delta-6 - desaturase activity which should result in improvement of dysregulation of inflammation and immunity in atopic eczema , clinical hit the books with @DRUG$ containing ten % GLA have yielded contradictory results .	Although gamma-@DRUG$ ( GLA ) has been shown to correct deficiencies in skin lipids associated with result delta-6 - desaturase activity which should reduced in improvement dysregulation of yielded inflammation and immunity @DRUG$ atopic eczema , clinical studies with in containing 10 % GLA have of contradictory results .	Although gamma-@DRUG$ ( GLA ) has been shown to correct deficiencies skin lipids associated with reduced delta-6 - desaturase activity which should result in improvement of dysregulation of inflammation and immunity eczema , clinical studies with @DRUG$ containing 10 % GLA have yielded contradictory results .	Although gamma-@DRUG$ (GLA) has been shown to correct deficiencies in skin lipids associated with reduced delta-6 - desaturase activity which should result in improvement of dysregulation of inflammation and immunity in atopic eczema, clinical studies with @DRUG$ containing 10 % GL	0
0	The 15 most frequently positive allergens were nickel sulfate (19.0%), Myroxilon pereirae (balsam of Peru, 11.9%), fragrance mix I (11.5%), @DRUG$ (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), @DRUG$ chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), potassium dichromate (4.8%), carba mix (3.9%), thiuram mix (3.9%), diazolidinylurea (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The xv most frequently irrefutable allergens were atomic number  sulfate ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , bouquet admixture  ( 11.5 % ) , @DRUG$ ( 10.3 % ) , fradicin ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , @DRUG$ chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , k bichromate ( 4.8 % ) , carba admixture ( 3.9 % ) , thiuram admixture ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and deuce - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 potassium ) , fragrance mix ) ( 11.5 % ) ) @DRUG$ 10.0 , % ) 10.3 neomycin ( ( % ) , bacitracin ( 9.2 % I , formaldehyde ( 9.0 % ) , @DRUG$ chloride ) % % ) , methyldibromoglutaronitrile / phenoxyethanol 5.8 ( , ) , p-phenylenediamine ( 5.0 % ) , % dichromate ( 4.8 8.4 , , carba mix ( 3.9 % ) % thiuram mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ( , and -1,3-diol - bromo-2-nitropropane 2 ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) @DRUG$ 10.3 % , neomycin 10.0 % ) , bacitracin ( 9.2 % ) , formaldehyde ( 9.0 % ) , @DRUG$ chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 ) , potassium dichromate ( 4.8 % ) mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and 2 - bromo-2-nitropropane ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , @DRUG$ ( 10.3 % ) , neomy	1
0	These results would indicate the capacity for lortalamine to act as a norepinephrine uptake inhibitor, and indeed, @DRUG$ is more potent than imipramine in inhibiting @DRUG$ uptake by rat brain cortex slices.	These results would indicate the capacity for lortalamine to act as a noradrenaline uptake inhibitor , and indeed , @DRUG$ is more potent than imipramine in inhibiting @DRUG$ uptake by rat brain cerebral cortex slit .	These norepinephrine would indicate the is for lortalamine to act as a results uptake inhibitor , than indeed , @DRUG$ capacity more potent and imipramine in inhibiting @DRUG$ uptake by rat brain cortex slices .	results would indicate the for lortalamine to act as norepinephrine uptake inhibitor and , @DRUG$ is more potent than imipramine in inhibiting @DRUG$ uptake by rat cortex slices .	@DRUG$ is more potent than imipramine in inhibiting @DRUG$ uptake by rat brain cortex slices.	0
0	Our results indicate that @DRUG$ administered with GHRH led to higher serum GH levels than did a maximally stimulatory dose of @DRUG$ or Arg alone.	Our results indicate that @DRUG$ administered with GHRH led to higher blood serum GH pull down than did a maximally stimulatory dose of @DRUG$ or Arg alone .	Our results indicate that @DRUG$ administered levels GHRH led alone higher serum GH with than did a maximally stimulatory dose of @DRUG$ or Arg to .	Our results indicate that @DRUG$ administered with GHRH led to serum GH levels than did a stimulatory dose of @DRUG$ or Arg alone .	Our results indicate that @DRUG$ administered with GHRH led to higher serum GH levels than did a maximally stimulatory dose of @DRUG$ or Arg alone ."DRUGA stimulates the release of GH from the pituitary gland, while DRUGB directly stimulates the GH receptor	0
1	We cover nicotine replacement therapy (NRT), antidepressants (@DRUG$ and nortriptyline), nicotine receptor partial agonists (varenicline and cytisine), anxiolytics, selective type 1 cannabinoid receptor antagonists (rimonabant), clonidine, lobeline, dianicline, @DRUG$, Nicobrevin, opioid antagonists, nicotine vaccines, and silver acetate.	We blanket nicotine replacement therapy ( NRT ) , antidepressants ( @DRUG$ and nortriptyline ) , nicotine receptor partial agonists ( varenicline and cytisine ) , minor tranquillizer , selective typecast ace cannabinoid receptor antagonists ( rimonabant ) , clonidine , lobeline , dianicline , @DRUG$ , Nicobrevin , opioid antagonists , nicotine vaccines , and smooth spoken acetate .	) cover nicotine replacement therapy ( NRT We , antidepressants cannabinoid @DRUG$ nicotine nortriptyline ) , and receptor partial clonidine , varenicline and cytisine ) ( anxiolytics , selective type 1 ( receptor antagonists ( rimonabant ) , agonists , lobeline , dianicline , @DRUG$ , Nicobrevin , opioid antagonists , nicotine vaccines , and silver acetate .	We cover nicotine replacement therapy ( NRT ) , antidepressants ( @DRUG$ and nortriptyline ) , nicotine receptor partial agonists ( varenicline and cytisine ) , anxiolytics , selective type 1 cannabinoid receptor antagonists ( rimonabant ) , , , dianicline , @DRUG$ , Nicobrevin , opioid antagonists , nicotine vaccines and silver acetate .	@DRUG$ is a type of drug that is used to treat various conditions, while @DRUG$ is a type of drug that is used to help people stop smoking.	0
0	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either CVT-6883 (1 mg/kg i.p.) or @DRUG$ (1 mg/kg i.@DRUG$.).	aerosolised AMP draw out significant increases in Penh in sensitized mice , and the effect was significantly rarefy by either CVT -6883 ( 1 mg / kg i.p. ) or @DRUG$ ( 1 mg / kg i.@DRUG$ . ) .	Aerosolized kg @DRUG$ significant increases in Penh elicited sensitized mice , and the effect was significantly attenuated by either CVT -6883 ( 1 mg / AMP i.p. ) or in ( 1 mg / kg i.@DRUG$ . ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice , and effect was significantly attenuated by either CVT -6883 ( 1 mg / kg i.p. ) @DRUG$ ( mg / kg i.@DRUG$ ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice , and the effect was significantly attenuated by either CVT -6883 ( 1 mg / kg i.p. ) or @DRUG$ ( 1 mg / kg i.@DRUG$ . ) .	0
0	When administered three times daily for 3 days, rifaximin is superior to placebo or loperamide; it is at least as effective as @DRUG$ in reducing duration of illness and restoring wellbeing in patients with travellers' diarrhoea, both with and without identification of a pathogen, as well @DRUG$ in diarrhoea caused by Escherichia coli infection.	When shell out three meter day after day for 3 days , rifaximin is ranking to placebo or loperamide ; it is at least as effective as @DRUG$ in reducing duration of illness and restoring wellbeing in patients with travellers ' diarrhoea , both with and without identification of a pathogen , as intimately @DRUG$ in diarrhoea caused by escherichia coli infection .	When , three times wellbeing for 3 days administered rifaximin is superior both placebo or is ; it loperamide at least as effective as @DRUG$ in reducing duration Escherichia illness and restoring daily in patients with travellers ' diarrhoea , to with and without identification of a pathogen , well as @DRUG$ in diarrhoea caused by of coli infection .	When administered three times daily 3 days , rifaximin is superior to or loperamide ; it is at least as effective as @DRUG$ in reducing duration of illness and restoring wellbeing in patients with travellers ' diarrhoea both with and identification of a pathogen , as @DRUG$ diarrhoea caused by Escherichia coli infection .	Rifaximin is superior to placebo or loperamide in reducing the duration of illness and restoring wellbeing in patients with travellers' diarrhoea, both with and without identification of a pathogen. Rifaximin is also at least as effective as @DRUG$ and @DRUG$ in diarr	0
0	Ambulatory 24-h pH-metry and symptom assessment were performed after treatments with 150 or 300 @DRUG$ @DRUG$ thrice a day (t.i.d.) for 30 d in random order, using an open label method.	Ambulatory 24 -h pH-metry and symptom judgement were performed after discourse with 150 or 300 @DRUG$ @DRUG$ thrice a day ( t.i.d. ) for 30 d in random say , using an open label method .	Ambulatory 24 -h pH-metry order symptom assessment were performed after treatments with thrice or 300 @DRUG$ @DRUG$ 150 a day ( t.i.d. ) for 30 d in random open , using an and label method .	Ambulatory 24 -h and symptom assessment were performed after treatments with 150 or 300 @DRUG$ @DRUG$ thrice ( t.i.d. ) for 30 d in random order , using an open label method .	Ambulatory 24 -h pH-metry and symptom assessment were performed after treatments with 150 or 300 @DRUG$ @DRUG$ thrice a day ( t.i.d. ) for 30 d in random order , using an open label method ."This means that the two drugs were tested	0
0	For the reference formulation, Cmax and AUC values were higher for (+)S-chlorpheniramine ((+)S-CPAM) compared to (-)R-chlorpheniramine ((-)R-CPAM) (13.3 vs. 6.8 ng/ml and 409 vs. 222 ng/ml/h, respectively) while Clt/@DRUG$ and Vd/F were lower (9.8 vs. 17.6 @DRUG$/h and 321 vs. 627 l, respectively).	For the character formulation , Cmax and united self defense group of colombia values were in high spirits for ( + ) S- chlorpheniramine ( ( + ) S - CPAM ) compare to ( -) R- chlorpheniramine ( ( -) R- CPAM ) ( 13.3 vs. 6.8 ng / millilitre and 409 vs. 222 ng / ml/h , respectively ) while Clt / @DRUG$ and Vd / atomic number  were lower ( 9.8 vs. 17.6 @DRUG$ / heat content and 321 vs. 627 fifty , respectively ) .	For the reference ng , ng ) AUC values were higher for ( + formulation S- ) ( ( + ) S / CPAM ) were to ( -) R- chlorpheniramine ( vs. -) R- CPAM ) ( 13.3 vs. 6.8 Cmax - ml and 409 ( 222 chlorpheniramine / ml/h , respectively ) while Clt / @DRUG$ and Vd / F compared lower ( 9.8 vs. 17.6 @DRUG$ / h and 321 vs. 627 l , respectively and .	For the reference formulation , Cmax and AUC values were higher for ( + ) S- ( ( + ) S CPAM ) compared to ( -) R- chlorpheniramine ( ( R- CPAM ) ( 13.3 vs. 6.8 ng / ml 409 vs. 222 ng / ml/h , respectively ) while Clt / @DRUG$ and Vd F lower ( 9.8 vs. @DRUG$ / and vs. 627 respectively ) .	For the reference formulation, Cmax and AUC values were higher for (+) S-chlorpheniramine ( (+) S-CPAM) compared to (–) R-chlorpheniramine ( (–) R-CPAM) (13.3 vs. 6.8 ng	1
1	The antihypertensive effect of the fixed combination of @DRUG$, a beta-blocking agent, hydrochlorothiazide, a thiazide diuretic, and amiloride, a potassium sparing agent, was compared against that of @DRUG$ in an open study lasting 16 weeks in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95-120 mm Hg.	The antihypertensive effect of the fixed combination of @DRUG$ , a beta-blocking agent , hydrochlorothiazide , a thiazide diuretic , and amiloride , a k sparing agent , was compared against that of @DRUG$ in an open survey hold up 16 calendar week in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95 - 120 mm mercury .	agent antihypertensive effect ambulatory the fixed combination of @DRUG$ , a beta-blocking agent , , , a thiazide diuretic , and amiloride hydrochlorothiazide a potassium sparing The , was compared against that untreated @DRUG$ in an open study lasting 16 weeks in 32 of African patients with previously of diastolic blood pressure of 95 - 120 mm Hg .	antihypertensive effect of the fixed combination of @DRUG$ , a beta-blocking agent , hydrochlorothiazide , a thiazide diuretic , amiloride a potassium , was compared against that of @DRUG$ in an open 16 in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95 - 120 mm Hg .	The antihypertensive effect of the fixed combination of @DRUG$ was compared against that of @DRUG$ in an open study lasting 16 weeks in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95 - 120 mm Hg .	0
0	METHODS: A parallel design to compare the effects of 2 corticosteroids by evaluating lung function, serum @DRUG$ and electrolyte concentrations, response to @DRUG$ stimulation and haematology sequentially during a 14 day control period (no treatment), followed by 14 day treatment with either isoflupredone acetate (0.03 mg/kg i.m. s.i.d., n = 6) or dexamethasone (0.04 mg/kg i.v. s.i.d., n = 6) and 7 days of wash-out.	method : A parallel design to liken the effects of 2 corticosteroids by judge lung function , serum @DRUG$ and electrolyte concentrations , response to @DRUG$ stimulation and hematology sequentially during a 14 day master period ( no treatment ) , keep abreast by 14 day treatment with either isoflupredone ethanoate ( 0.03 mg / kg i.m. s.i.d. , n = 6 ) or dexamethasone ( 0.04 mg / kg i.v. s.i.d. , n = 6 ) and 7 years of wash- out .	6 : A parallel design to compare n effects of 2 corticosteroids by evaluating lung function , isoflupredone @DRUG$ and electrolyte concentrations , response to @DRUG$ stimulation and haematology sequentially during a 14 day control period ( no treatment days , followed by 14 day treatment with either mg acetate , 0.03 serum / kg i.m. s.i.d. ( METHODS = the ) or wash- ( 0.04 mg / kg i.v. s.i.d. , n = 6 ) and 7 ) of dexamethasone out .	METHODS : A parallel design to compare the effects of 2 corticosteroids by lung function , serum @DRUG$ and electrolyte concentrations , response to @DRUG$ stimulation and haematology sequentially during 14 day control ( no treatment ) , followed by 14 day treatment with either isoflupredone acetate ( 0.03 mg / kg i.m. s.i.d. , n = 6 ) or dexamethasone 0.04 mg / kg s.i.d. , n = 6 ) and 7 days of wash- out .	METHODS : A parallel design to compare the effects of 2 corticosteroids by evaluating lung function , serum @DRUG$ and electrolyte concentrations , response to @DRUG$ stimulation and haematology sequentially during a 14 day control period ( no treatment ) , followed by 14 day treatment with	0
0	The effect of @DRUG$ and rhein at therapeutic concentrations (5-20 microg/ml) was determined by osteoblast phenotypic factors, alkaline phosphatase, osteocalcin, and cAMP; on metabolic agents urokinase plasminogen activator (uPA), plasminogen activator inhibitor-1 (PAI-1), and insulin-like growth factor-1 (IGF-1); and on inflammatory mediators interleukin 6 (IL-6), @DRUG$ (PGE2), and cyclooxygenase-2 (COX-2).	The effect of @DRUG$ and rhein at therapeutic concentration ( quintet - 20 microg / ml ) was determined by bone forming cell phenotypic factors , alkaline phosphatase , osteocalcin , and cAMP ; on metabolous federal agent urokinase plasminogen activator ( uPA ) , plasminogen activator inhibitor - 1 ( PAI - 1 ) , and insulin-like development factor - 1 ( IGF - 1 ) ; and on inflammatory mediators interleukin sextuplet ( IL - sextuplet ) , @DRUG$ ( PGE2 ) , and cyclooxygenase - deuce ( cyclooxygenase - deuce ) .	The effect ( @DRUG$ and rhein at therapeutic concentrations - 5 - metabolic microg / ml ) was determined by osteoblast phenotypic factors , alkaline ) - osteocalcin , and ( ; on 20 agents IGF plasminogen activator of phosphatase ) , plasminogen activator inhibitor ( 1 ( PAI - 1 ) , and insulin-like growth factor - 1 cAMP urokinase , 1 ) ; and on inflammatory mediators interleukin 6 ( IL - 6 ) , @DRUG$ ( PGE2 uPA , and cyclooxygenase - 2 ( COX - 2 ) .	effect of @DRUG$ and rhein at therapeutic concentrations ( 5 - 20 / ml ) was determined by osteoblast phenotypic factors , alkaline phosphatase , osteocalcin and ; on metabolic agents urokinase plasminogen activator ( uPA ) , plasminogen activator - 1 PAI - 1 , and insulin-like growth factor - 1 ( IGF - 1 ) ; and on inflammatory mediators interleukin 6 ( IL - 6 ) , @DRUG$ ( PGE2 ) , cyclooxygenase - ( COX - 2 ) .	The effect of @DRUG$ and rhein at therapeutic concentrations ( 5 - 20 microg / ml ) was determined by osteoblast phenotypic factors , alkaline phosphatase , osteocalcin , and cAMP ; on metabolic agents urokinase plasminogen activator	1
0	The objective of the present research is to study the interaction of separate and simultaneous of alprazolam (ALP) and @DRUG$ hydrochloride (FLX) with @DRUG$ (HSA) in phosphate buffer (pH 7.4) using different kinds of spectroscopic, cyclic voltammetry and molecular modeling techniques.	The objective of the present research is to study the interaction of separate and co occurrent of alprazolam ( ALP ) and @DRUG$ hydrochloride ( FLX ) with @DRUG$ ( HSA ) in phosphate buffer ( ph 7.4 ) using dissimilar kinds of spectroscopic , cyclic voltammetry and molecular posture proficiency .	The objective ( the present research is using study the interaction of separate and simultaneous of alprazolam ( ALP ) and @DRUG$ hydrochloride kinds FLX ) with @DRUG$ ( ) HSA in phosphate buffer ( to 7.4 ) pH different of of spectroscopic , cyclic voltammetry and molecular modeling techniques .	The objective of the present research study the interaction of separate and simultaneous of alprazolam ( ALP ) and @DRUG$ hydrochloride ( FLX ) with @DRUG$ ( HSA ) in buffer ( pH 7.4 ) using different kinds of spectroscopic , cyclic voltammetry and molecular techniques .	The research is being conducted to study how the separate and simultaneous use of alprazolam ( ALP ) and @DRUG$ hydrochloride ( FLX ) affects @DRUG$ ( HSA ) in phosphate buffer ( pH 7.4 ) using different kinds of spectroscopic , cyclic	0
0	OBJECTIVE: To clarify the mechanism of inhibition, we investigated the effects of three drugs on the function of phospholipase A2, 5-lipoxygenase, leukotriene C4 synthase, and leukotriene A4 hydrolase, which are all catabolic enzymes involved in synthesizing @DRUG$ and @DRUG$ in rat basophilic leukemia (RBL)-1 cells.	OBJECTIVE : To clarify the mechanism of inhibition , we investigated the gist of three drugs on the function of phospholipase A2 , phoebe - lipoxygenase , leukotriene C4 synthase , and leukotriene A4 hydrolase , which are all katabolic enzyme involved in synthesizing @DRUG$ and @DRUG$ in rat basophilic leukemia ( RBL ) - 1 electric cell .	OBJECTIVE : To clarify all mechanism of inhibition , we investigated the effects of three drugs on the leukemia of phospholipase A2 function 5 - hydrolase , leukotriene C4 synthase , and leukotriene A4 lipoxygenase enzymes which are the catabolic , involved in synthesizing @DRUG$ and @DRUG$ in rat basophilic , ( RBL ) - 1 cells .	OBJECTIVE : To clarify the mechanism of inhibition , we investigated the effects three drugs on function of phospholipase A2 , 5 - , leukotriene C4 synthase , and leukotriene A4 hydrolase , which are all catabolic involved in synthesizing @DRUG$ and @DRUG$ in rat basophilic leukemia ( RBL ) - 1 cells .	The three drugs inhibited the function of the three catabolic enzymes involved in synthesizing @DRUG$ and @DRUG$ in rat basophilic leukemia cells.	0
1	Comparative pharmacokinetics of @DRUG$ antagonists: warfarin, phenprocoumon and @DRUG$.	relative pharmacokinetics of @DRUG$ antagonists : warfarin , phenprocoumon and @DRUG$ .	Comparative pharmacokinetics of @DRUG$ antagonists : warfarin and phenprocoumon , @DRUG$ .	Comparative pharmacokinetics of @DRUG$ antagonists : warfarin , phenprocoumon @DRUG$ .	The pharmacokinetics of @DRUG$ antagonists (warfarin, phenprocoumon) are compared to @DRUG$.	0
0	Endpoints included the change from baseline in serum @DRUG$+ at the end of treatment (primary); the proportion of patients with hyperkalaemia (K+ >5.5 mEq/L); and the proportion titrated to spironolactone 50 @DRUG$/day.	Endpoints included the change from baseline in serum @DRUG$ + at the end of treatment ( elementary ) ; the proportion of patients with hyperkalaemia ( K+ >5.5 milliequivalent / lambert ) ; and the proportion titrated to spironolactone 50 @DRUG$ / twenty four hour period .	Endpoints included the change day baseline in serum @DRUG$ + at the / of treatment ( spironolactone ) >5.5 the proportion of patients with hyperkalaemia ( K+ ; mEq / L ) ; and the proportion titrated to primary 50 @DRUG$ end from .	Endpoints included the change from baseline serum @DRUG$ + at the end of treatment ) ; the proportion of patients with hyperkalaemia ( K+ >5.5 mEq / L ) ; and the proportion titrated to spironolactone 50 @DRUG$ / day .	Endpoints included the change from baseline in serum @DRUG$ + at the end of treatment ( primary ) ; the proportion of patients with hyperkalaemia ( K+ >5.5 mEq / L ) ; and the proportion titrated to spironolactone 50 @DRUG$	0
0	@DRUG$ is sparingly soluble in water but readily soluble in methanol, ethanol, dichloromethane and @DRUG$.	@DRUG$ is sparingly soluble in water system but readily soluble in methanol , ethanol , dichloromethane and @DRUG$ .	@DRUG$ is sparingly soluble in water but , soluble in methanol readily ethanol , dichloromethane and @DRUG$ .	@DRUG$ is sparingly soluble in water but readily soluble in methanol ethanol , dichloromethane and @DRUG$ .	@DRUG$ is sparingly soluble in water but readily soluble in methanol, ethanol, dichloromethane and @DRUG$.	0
0	No significant differences were found in serum HDL @DRUG$ or @DRUG$ levels in the TG >/=200 mg/dl groups that received 600 or 900 mg of gemcabene, or in TG <200 mg/dl groups administered any dose of gemcabene.	nobelium significant differences were receive in serum HDL @DRUG$ or @DRUG$ levels in the TG >/=200 milligram / dl groups that get 600 or 900 milligram of gemcabene , or in TG < 200 milligram / dl groups administered any dose of gemcabene .	No significant differences were mg in serum HDL @DRUG$ or @DRUG$ levels of 200 TG >/=200 mg / dl groups that received 600 or 900 mg of gemcabene in or in TG < the found / dl groups administered any dose , gemcabene .	No significant differences were found in serum HDL @DRUG$ or @DRUG$ levels in the TG >/=200 mg dl groups that received 600 or 900 mg of gemcabene , or in TG < 200 mg / dl groups any dose of gemcabene .	No significant differences were found in serum HDL @DRUG$ or @DRUG$ levels in the TG >/=200 mg / dl groups that received 600 or 900 mg of gemcabene , or in TG < 200 mg / dl groups administered any dose of gemcabene .	0
0	After injection of a radiolabeled long-acting somatostatin analog, (111)In-@DRUG$, scintigraphic tumor imaging can ben performed @DRUG$ well as intraoperative tumor localization.	After injection of a radiolabeled long acting somatostatin analog , ( 111 ) In - @DRUG$ , scintigraphic neoplasm imaging can ben performed @DRUG$ well as intraoperative neoplasm localization .	long-acting injection of a radiolabeled After somatostatin analog , ( 111 ) In - @DRUG$ , scintigraphic as imaging can ben performed @DRUG$ well tumor intraoperative tumor localization .	After injection of a radiolabeled long-acting somatostatin analog ( 111 ) In - @DRUG$ , scintigraphic tumor imaging can performed @DRUG$ well as intraoperative tumor localization .	After injection of a radiolabeled long-acting somatostatin analog, scintigraphic tumor imaging can be performed as well as intraoperative tumor localization.	1
0	Skin rash and bronchoalveolar histology correlates with clinical benefit in patients treated with @DRUG$ @DRUG$ a therapy for previously treated advanced or metastatic non-small cell lung cancer.	scramble foolhardy and bronchoalveolar histology correlates with clinical benefit in patients treated with @DRUG$ @DRUG$ a therapy for previously treated advanced or metastatic non-small cell lung cancer .	Skin rash and bronchoalveolar histology correlates with with benefit in patients treated clinical @DRUG$ @DRUG$ a therapy for previously treated advanced or metastatic non-small cancer lung cell .	Skin rash and bronchoalveolar histology correlates with clinical benefit patients treated @DRUG$ @DRUG$ a therapy for previously treated advanced or metastatic non-small cell lung cancer .	Patients who take @DRUG$ in combination with @DRUG$ are more likely to experience a skin rash and bronchoalveolar histology (a type of tissue damage), but they are also more likely to experience a clinical benefit (such as a longer life expectancy) than patients who take DR	0
0	Contrarily, 2'-@DRUG$-@DRUG$ did not cross-link to both RNA strands.	Contrarily , 2'-@DRUG$ -@DRUG$ did not cross-link to both RNA ground .	Contrarily , 2'-@DRUG$ -@DRUG$ did not cross-link to RNA both strands .	Contrarily , 2'-@DRUG$ -@DRUG$ did not cross-link to both RNA strands .	Contrarily, 2'-@DRUG$-@DRUG$ did not cross-link to both RNA strands.	0
0	Mean increase in Hb was 2.4 g/dl (95% confidence interval [CI], 2.1-2.7) for FG (@DRUG$ = .0092 vs. oral iron; p = .0044 vs. no @DRUG$), 1.6 g/dl (95% CI, 1.1-2.1) for oral iron (p =.7695 vs. no iron), and 1.5 g/dl (95% CI, 1.1-1.9) for no iron.	miserly increment in haemoglobin was 2.4 g/dl ( 95 % confidence musical interval [ one hundred one ] , 2.1-2.7 ) for FG ( @DRUG$ = .0092 vs. viva smoothing iron ; p = .0044 vs. no @DRUG$ ) , 1.6 g/dl ( 95 % one hundred one , 1.1-2.1 ) for viva smoothing iron ( p =.7695 vs. no smoothing iron ) , and 1.5 g /dl ( 95 % one hundred one , 1.1-1.9 ) for no smoothing iron .	Mean increase in Hb was 2.4 g/dl ( 95 % confidence interval iron CI ] , 2.1-2.7 ) for , ( @DRUG$ = .0092 no oral iron no p = .0044 vs. ; @DRUG$ ) , 1.6 g/dl 95 95 % CI , 1.1-2.1 ) for oral iron ( p vs. =.7695 no [ ) FG and 1.5 ) /dl ( ( % CI , 1.1-1.9 g for vs. iron .	Mean in Hb was 2.4 g/dl ( 95 % interval [ CI ] , 2.1-2.7 ) FG ( @DRUG$ = .0092 vs. oral ; p = .0044 vs. no @DRUG$ ) , 1.6 ( 95 % CI , 1.1-2.1 ) oral iron ( p vs. no iron ) , and 1.5 g /dl ( 95 % CI , 1.1-1.9 ) for .	FG ( @DRUG$ = .0092 vs. oral iron ; p = .0044 vs. no @DRUG$ )"This means that the mean increase in Hb was 2.4 g/dl when DRUGA was used, compared to when oral iron was used.	0
0	METHODS: Phase I pharmacokinetic trial of ONT-093 in doses from 300 to 500 @DRUG$ administered before and after intravenous paclitaxel doses of 150 to 175 mg/@DRUG$(2) repeated every 21 days.	METHODS : phase angle I pharmacokinetic trial of ONT -093 in doses from ccc to 500 @DRUG$ administered before and after intravenous paclitaxel doses of 150 to 175 mg / @DRUG$ ( 2 ) recapitulate every 21 days .	METHODS : Phase I pharmacokinetic trial of ONT -093 in of from ( to 500 @DRUG$ administered before and after intravenous paclitaxel doses doses 150 to 175 mg / @DRUG$ days 2 ) repeated every 21 300 .	METHODS : Phase I pharmacokinetic trial of ONT -093 doses from 300 500 @DRUG$ administered before and after intravenous paclitaxel doses of to 175 mg / @DRUG$ ( 2 ) repeated every 21 days .	The study found that ONT-093 did not affect the pharmacokinetics of paclitaxel, meaning that the levels of the drug in the blood were not changed.	1
1	A marked interaction of @DRUG$ is found when @DRUG$ or aluminium hydroxide are concurrently administered with the beta blocker whereas cimetidine does not influence atenolol kinetics.	A marked interaction of @DRUG$ is found when @DRUG$ or al hydroxide are concurrently administered with the beta blocker whereas cimetidine does not influence tenormin kinetics .	A marked interaction of @DRUG$ is found when @DRUG$ or not hydroxide are concurrently administered with the beta blocker aluminium cimetidine does whereas influence atenolol kinetics .	A marked interaction of @DRUG$ is found when @DRUG$ or aluminium hydroxide concurrently administered with the beta blocker whereas cimetidine does not influence atenolol kinetics .	When @DRUG$ and @DRUG$ are taken together, the effects of DRUGA are increased. However, when DRUGA and cimetidine are taken together, the effects of DRUGA are not changed.	0
0	@DRUG$, used @DRUG$ a 0.05% foliar cover spray, was found between 0.02 and 0.23 mg/m(3) in air 10 m downwind from spray activity and was unlikely to pose a significant risk to residents, since exposures were of short durations of up to 20 min.	@DRUG$ , used @DRUG$ a 0.05 % foliar cover spray , was found between 0.02 and 0.23 mg / m( 3 ) in air 10 metre downwind from spray natural action and was unlikely to beat a significant put on the line to residents , since exposures were of short length of up to 20 min .	@DRUG$ , used @DRUG$ a 0.05 % , cover spray foliar was found pose , and 0.23 activity to m( 3 ) in air 10 m downwind from spray mg and was unlikely / between a significant risk to residents 0.02 since exposures were of short durations of up to 20 min .	@DRUG$ , used @DRUG$ a % foliar cover spray , was found between 0.02 and 0.23 mg / m( 3 ) in air 10 m downwind from spray activity to pose a significant risk to , since exposures were of short durations of up to 20 min .	@DRUG$ was found between 0.02 and 0.23 mg / m( 3 ) in air 10 m downwind from spray activity and was unlikely to pose a significant risk to residents, since exposures were of short durations of up to 20 min.	1
0	Clinically, it is administered @DRUG$ a depot form once fortnightly by intramuscular (i.@DRUG$.) injection.	Clinically , it is distribute @DRUG$ a depot form once fortnightly by intramuscular ( i.@DRUG$ . ) injection .	, Clinically it is administered @DRUG$ a depot form once fortnightly by intramuscular ( i.@DRUG$ . ) injection .	Clinically , it is administered @DRUG$ a depot form once fortnightly by intramuscular ( i.@DRUG$ . injection .	Clinically, @DRUG$ is administered as a depot form once fortnightly by intramuscular injection.	1
0	In the present study we compared the effect of a @DRUG$-containing emollient (Locobase(@DRUG$) Repair) with a control emollient (vaselinum album/cremor lanette ana) and untreated damaged skin using clinical, bioengineering and immunohistochemical methods in two different models of experimentally induced skin barrier dysfunction.	In the present study we compared the effect of a @DRUG$ - containing emollient ( Locobase ( @DRUG$ ) Repair ) with a contain emollient ( vaselinum record album / cremor lanette ana ) and untreated damaged skin using clinical , bioengineering and immunohistochemical method in  unlike models of experimentally induced skin barrier dysfunction .	methods / present study we compared the effect of a @DRUG$ , containing emollient ( Locobase ( @DRUG$ ) Repair ) with a control emollient ( vaselinum album the cremor lanette ana of and untreated damaged skin using clinical - bioengineering and induced In in two different models ) experimentally immunohistochemical skin barrier dysfunction .	In the present study we compared the of @DRUG$ - containing emollient ( Locobase ( @DRUG$ ) Repair ) with control emollient ( album / lanette ) and untreated damaged skin using clinical , bioengineering and immunohistochemical methods in two different of experimentally induced barrier dysfunction .	We found that the @DRUG$ - containing emollient was more effective than the control emollient in repairing the skin barrier , and that it also had a protective effect against the development of skin inflammation .	1
0	RESULTS: @DRUG$ (0.05-0.2 @DRUG$/kg, subcutaneous [s.c.]) induced a dose-dependent suppression of CAR (no escape failures recorded) and did not induce catalepsy.	answer : @DRUG$ ( 0.05 - 0.2 @DRUG$ / kg , subcutaneous [ s.c. ] ) induce a dose-dependent suppression of automobile ( no escape failures recorded ) and did not induce catalepsy .	RESULTS : @DRUG$ ( 0.05 - 0.2 @DRUG$ / kg , subcutaneous [ failures escape ) induced a CAR suppression of dose-dependent ( no ] s.c. recorded ) and did not induce catalepsy .	RESULTS : @DRUG$ ( 0.05 - 0.2 @DRUG$ / kg , subcutaneous [ s.c. ] ) induced a dose-dependent suppression of CAR ( no escape failures ) and did not induce catalepsy .	The higher the dose of @DRUG$, the more it suppresses CAR (no escape failures recorded), and it does not induce catalepsy.	1
0	Oral medications comprise centrally acting agents, such @DRUG$ baclofen, @DRUG$, and tizanidine, as well as anticonvulsants such as benzodiazepines and gabapentin and peripherally acting dantrolene.	Oral medicament comprise centrally acting agents , such @DRUG$ baclofen , @DRUG$ , and tizanidine , as well as anticonvulsants such as benzodiazepine and neurontin and peripherally acting dantrolene .	Oral medications peripherally centrally acting agents as such @DRUG$ baclofen , @DRUG$ , and tizanidine , , and as anticonvulsants such as benzodiazepines and gabapentin well comprise acting dantrolene .	Oral comprise centrally agents , such @DRUG$ baclofen , @DRUG$ , and tizanidine , as well as such as benzodiazepines and and peripherally acting dantrolene	Oral medications that act centrally (in the brain) include @DRUG$ (baclofen, tizanidine) and @DRUG$ (benzodiazepines, gabapentin). Oral medications that act peripherally (outside the brain) include dantrolene.	0
1	BACKGROUND: Patients on chronic anticonvulsant drugs are relatively resistant to certain nondepolarizing neuromuscular blockers such as pancuronium, vecuronium, @DRUG$, doxacurium, or metocurine, but not resistant to mivacurium and @DRUG$.	background signal : patient role on chronic anticonvulsant drugs are relatively resistant to sealed nondepolarizing neuromuscular blockers such as pancuronium , vecuronium , @DRUG$ , doxacurium , or metocurine , but not resistant to mivacurium and @DRUG$ .	BACKGROUND : Patients on chronic anticonvulsant drugs are relatively resistant to certain to neuromuscular blockers such as pancuronium , vecuronium or @DRUG$ , doxacurium , , metocurine , but nondepolarizing resistant not mivacurium and @DRUG$ .	BACKGROUND Patients on chronic drugs are relatively resistant certain nondepolarizing neuromuscular blockers such as pancuronium , vecuronium , @DRUG$ , , or metocurine , but not resistant to mivacurium @DRUG$ .	Patients on chronic anticonvulsant drugs are relatively resistant to certain nondepolarizing neuromuscular blockers such as pancuronium, vecuronium, @DRUG$, doxacurium, or metocurine, but not resistant to mivacurium	1
0	@DRUG$ kinetics were studied after single doses (intravenous and oral, 0.5 mg) and after increasing multiple doses (0.5 to 5 @DRUG$ three times daily) in eight patients with hypertension.	@DRUG$ kinetics were studied after i doses ( intravenous and oral , 0.5 mg ) and after increasing multiple doses ( 0.5 to 5 @DRUG$ three times daily ) in ogdoad patients with high blood pressure .	@DRUG$ kinetics were studied after single doses ( in and oral , 0.5 mg ) and to increasing multiple doses ( 0.5 after 5 @DRUG$ patients times daily ) intravenous eight three with hypertension .	@DRUG$ kinetics were studied after single doses intravenous and oral mg ) and after increasing multiple doses 0.5 to 5 @DRUG$ three times daily ) in eight patients with hypertension .	The kinetics of @DRUG$ were studied after single doses ( intravenous and oral , 0.5 mg ) and after increasing multiple doses ( 0.5 to 5 @DRUG$ three times daily ) in eight patients with hypertension .	0
0	Those which delivered premature/stillborn foals had low @DRUG$ and a high sodium/@DRUG$ ratio in the pre-partum milk.	Those which delivered premature / stillborn foals had depleted @DRUG$ and a high sodium / @DRUG$ ratio in the pre-partum milk river .	Those which delivered milk / stillborn sodium had low @DRUG$ and a high foals / @DRUG$ ratio in the pre-partum premature .	Those which delivered premature / stillborn foals had low @DRUG$ and a high sodium / @DRUG$ ratio in the pre-partum milk .	The higher the @DRUG$ level, the lower the @DRUG$ level.	0
0	Background: Anti-cytokine therapies such @DRUG$ adalimumab, tocilizumab, and the small molecule JAK inhibitor @DRUG$ have proven that cytokines and their subsequent downstream signaling processes are important in the pathogenesis of rheumatoid arthritis.	background signal : Anti-cytokine therapies such @DRUG$ adalimumab , tocilizumab , and the small molecule JAK inhibitor @DRUG$ have proven that cytokines and their subsequent downstream signaling processes are of import in the pathogenesis of creaky arthritis .	Background : Anti-cytokine therapies such @DRUG$ inhibitor , tocilizumab , and the small molecule JAK adalimumab @DRUG$ have proven downstream cytokines and their are that signaling processes subsequent important in the pathogenesis of rheumatoid arthritis .	Background : therapies such adalimumab , tocilizumab , and the small molecule inhibitor @DRUG$ have proven that cytokines and their subsequent downstream signaling processes are important in the pathogenesis of rheumatoid arthritis .	Anti-cytokine therapies such as adalimumab, tocilizumab, and the small molecule JAK inhibitor have proven that cytokines and their subsequent downstream signaling processes are important in the pathogenesis of rheumatoid arthritis.	1
0	White leghorn laying hens were exposed to weekly dermal applications of either 1 mg @DRUG$/kg (FEN; low dose) or 4 mg FEN/kg (high dose) for 24 @DRUG$ with the objective of evaluating chronic FEN toxicity.	White leghorn laying hens were exhibit to weekly dermal applications of either 1 mg @DRUG$ / kg ( FEN ; low zen ) or 4 mg FEN / kg ( high zen ) for 24 @DRUG$ with the objective lens of evaluating chronic FEN perniciousness .	White ) laying hens were exposed FEN weekly dermal applications of either 1 mg @DRUG$ / kg ( to ; low or ) dose 4 mg of / kg ( high dose leghorn for 24 @DRUG$ with the objective FEN evaluating chronic FEN toxicity .	White laying hens were exposed to weekly dermal applications of either 1 mg @DRUG$ / kg ( FEN ; low dose ) or mg FEN / kg ( high dose ) for 24 @DRUG$ the objective of evaluating chronic FEN toxicity .	White leghorn laying hens were exposed to weekly dermal applications of either 1 mg @DRUG$ / kg ( FEN ; low dose ) or 4 mg FEN / kg ( high dose ) for 24 @DRUG$ with the objective of evaluating chronic FEN toxicity ."In other	0
0	Fractional protein synthesis rate (FSR) was higher (@DRUG$ less than .06) in @DRUG$-fed pigs (6.1%/d) than in control pigs (4.4%/d).	Fractional protein synthesis value ( FSR ) was higher ( @DRUG$ to a lesser extent than .06 ) in @DRUG$ - fed pigs ( 6.1 % / viosterol ) than in control pigs ( 4.4% /d ) .	Fractional pigs ( rate ( FSR ) was higher ( @DRUG$ less ( .06 ) in @DRUG$ - fed pigs synthesis 6.1 % / d ) than in control protein than 4.4% /d ) .	Fractional protein synthesis rate FSR was higher ( @DRUG$ less than .06 ) in @DRUG$ - fed pigs ( 6.1 % / ) than in pigs ( 4.4% /d ) .	Fractional protein synthesis rate ( FSR ) was higher ( @DRUG$ less than .06 ) in @DRUG$ - fed pigs ( 6.1 % / d ) than in control pigs ( 4.4% /d ) ."In other words, DRUGA inhibits protein	0
1	These central receptors are stimulated by @DRUG$, guanfacine and various related compounds, and also by @DRUG$, generated in vivo upon biotransformation of alpha-methyldopa within the brain.	These central sensory receptor are stimulated by @DRUG$ , guanfacine and various related heighten , and also by @DRUG$ , generated in vivo upon biotransformation of alpha-methyldopa inside the brain .	These central receptors are also by @DRUG$ , guanfacine and generated related compounds , and stimulated upon @DRUG$ , various in vivo by biotransformation of alpha-methyldopa within the brain .	These central receptors are stimulated by @DRUG$ , guanfacine and various related compounds , and by @DRUG$ , generated in vivo biotransformation of alpha-methyldopa the brain .	@DRUG$ stimulates central receptors that are also stimulated by @DRUG$, which is generated in the brain upon biotransformation of alpha-methyldopa.	0
0	These results show that the cloned Ntcp can mediate Na(+)-dependent uptake of all physiological bile salts @DRUG$ well as of the steroid conjugate estrone 3-@DRUG$.	These results show that the cloned Ntcp can mediate Na ( + ) - pendant uptake of all physiologic bile salts @DRUG$ good as of the steroid conjugate estrone 3 - @DRUG$ .	all results show that the cloned Ntcp can mediate Na ( + 3 the dependent uptake of These physiological bile salts @DRUG$ well as of - steroid conjugate estrone ) - @DRUG$ .	These results show that the cloned Ntcp can mediate ( + ) - dependent uptake of all physiological bile salts @DRUG$ well as of the steroid conjugate estrone 3 - @DRUG$ .	The cloned Ntcp can mediate Na ( + ) - dependent uptake of all physiological bile salts @DRUG$ as well as of the steroid conjugate estrone 3 - @DRUG$ .	0
1	METHODS: Blinded @DRUG$ or placebo was given orally once daily at a 50-@DRUG$ starting dose in 6-week cycles with 4 weeks on and 2 weeks off treatment.	METHODS : Blinded @DRUG$ or placebo was given orally once casual at a fifty - @DRUG$ starting dose in 6 - week cycle per second with 4 weeks on and 2 weeks off treatment .	METHODS : 2 @DRUG$ or placebo was given orally once daily with a 50 - @DRUG$ starting dose in 6 - week 4 at cycles weeks on and Blinded weeks off treatment .	METHODS Blinded @DRUG$ or placebo was given orally once daily 50 @DRUG$ starting dose in 6 - week cycles with 4 weeks on and 2 weeks off treatment .	@DRUG$ is a drug that is given orally once daily at a 50 - @DRUG$ starting dose in 6 - week cycles with 4 weeks on and 2 weeks off treatment .	0
0	In CKD stage, 3-4 moderate doses of calcitriol are effective to control secondary hyperparathyroidism and observational studies suggest that calcitriol therapy increases survival and slows the progression of renal disease as long @DRUG$ phosphate and @DRUG$ levels are controlled.	inwards CKD stage , 3 - 4 moderate dosage of calcitriol are effectual to control secondary hyperparathyroidism and observational studies suggest that calcitriol therapy increases survival and slows the progression of renal disease as long @DRUG$ phosphate and @DRUG$ level off are controlled .	controlled CKD stage , 3 - 4 effective doses of calcitriol are moderate to control therapy hyperparathyroidism and observational studies In that calcitriol secondary increases survival and slows the progression of renal disease as long @DRUG$ phosphate and @DRUG$ levels are suggest .	In CKD stage , 3 - moderate doses of calcitriol are effective to control secondary hyperparathyroidism observational studies suggest that calcitriol therapy increases survival and the progression of renal disease as long @DRUG$ phosphate and @DRUG$ levels are controlled .	In CKD stage 3-4, moderate doses of calcitriol are effective in controlling secondary hyperparathyroidism. Observational studies suggest that calcitriol therapy increases survival and slows the progression of renal disease as long as @DRUG$ phosphate and @DRUG$ levels are controlled.	0
0	@DRUG$ and @DRUG$ exposures at clinical doses were simulated based on the population model.	@DRUG$ and @DRUG$ exposures at clinical doses were simulated based on the universe model .	@DRUG$ and @DRUG$ exposures based clinical doses were simulated at on the population model .	@DRUG$ and @DRUG$ exposures clinical were simulated based on population model .	We simulated how much of each drug people would be exposed to if they took the drug as prescribed.	1
0	The influence of @DRUG$, florfenicol, @DRUG$ and E. coli LPS interaction on T and B cells subset in chicks.	The influence of @DRUG$ , florfenicol , @DRUG$ and E. coli lp fundamental interaction on T and B cells subset in chicks .	The influence of @DRUG$ , florfenicol , @DRUG$ and E. coli LPS B on T and interaction cells in subset chicks .	influence of @DRUG$ , florfenicol , @DRUG$ and E. coli LPS interaction on T and B cells subset in chicks .	The influence of @DRUG$ on the interaction between florfenicol and @DRUG$ , and the effect of this interaction on T and B cells subset in chicks .	0
0	The system had a linear dynamic range of 10-150 ng mL(-1), with a detection limit of 3.3 @DRUG$ mL(-1) and an R.S.@DRUG$. below 3% (n = 10).	The system had a linear dynamic wander of 10 - one hundred fifty ng mL ( - 1 ) , with a detection specify of 3.3 @DRUG$ mL ( - 1 ) and an R.S.@DRUG$ . below 3 % ( nitrogen = 10 ) .	The system ( of linear dynamic range a 10 - 150 ng mL had - 1 ) , with a detection ) of 3.3 @DRUG$ 10 ( - 1 limit and an R.S.@DRUG$ . below 3 % ( n = mL ) .	The system had a linear dynamic range of - 150 mL ( 1 ) , with a detection limit of 3.3 @DRUG$ mL ( - 1 ) and an R.S.@DRUG$ . 3 % ( n = 10 ) .	The system had a linear dynamic range of 10 - 150 ng mL ( - 1 ) , with a detection limit of 3.3 @DRUG$ mL ( - 1 ) and an R.S.@DRUG$ . below 3 % ( n = 10 ) ."This means that the system	0
0	Western diets are deficient in @DRUG$, and have excessive amounts of @DRUG$ compared with the diet on which human beings evolved and their genetic patterns were established.	horse opera dieting are deficient in @DRUG$ , and have excessive amounts of @DRUG$ compared with the diet on which human beings evolved and their genetic patterns were established .	Western diets are deficient in @DRUG$ , and have with amounts of @DRUG$ compared excessive the diet on which human beings evolved and genetic their patterns were established .	Western diets are deficient in @DRUG$ , and have excessive amounts of @DRUG$ compared the on which human beings evolved and their genetic patterns were established .	Western diets are deficient in the nutrient @DRUG$ and have excessive amounts of the nutrient @DRUG$ compared with the diet on which human beings evolved and their genetic patterns were established .	0
1	In this Article, we report the safety and preliminary activity results from this phase 1 trial in all patients with HER2-positive advanced-stage breast cancer with previous @DRUG$ treatment who received @DRUG$ deruxtecan at the recommended doses for expansion.	indiana this Article , we report the safety and prelim activity results from this form 1 trial in all patients with HER2 - positive advanced - stage breast cancer with previous @DRUG$ treatment who received @DRUG$ deruxtecan at the recommended cupids itch for expansion .	the this Article , we breast In safety and preliminary activity results from this doses 1 trial in all patients with HER2 report positive advanced - stage - cancer with previous @DRUG$ treatment who received @DRUG$ deruxtecan at the recommended phase for expansion .	In this Article , report the safety preliminary activity results from this phase 1 trial in all patients with HER2 - positive advanced - stage breast cancer with previous @DRUG$ treatment who received @DRUG$ deruxtecan at the recommended doses for expansion .	We found that @DRUG$ is safe and effective when used in combination with @DRUG$ in patients with HER2-positive advanced-stage breast cancer.	0
0	A multiclass/multiresidue method has been developed and validated for the determination of 21 veterinary drug residues in shrimp, including sulfonamides (sulfadiazine, sulfamerazine, sulfamethazine, sulfachloropyridazine, sulfadimethoxine, and sulfaquinoxaline); tetracyclines (@DRUG$, tetracycline, and chlortetracycline); (fluoro)quinolones (norfloxacin, ciprofloxacin, enrofloxacin, sarafloxacin, difloxacin, @DRUG$, oxolinic acid, and nalidixic acid); and cationic dyes (malachite green, gentian violet, leucomalachite green, and leucogentian violet), using HPLC/MS/MS.	type a multiclass / multiresidue method has been developed and validated for the decision of 21 veterinary dose residues in shrimp , including sulfa drug ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine , and sulfaquinoxaline ) ; achromycin ( @DRUG$ , achromycin , and chlortetracycline ) ; ( fluoro ) quinolones ( norfloxacin , cipro , enrofloxacin , sarafloxacin , difloxacin , @DRUG$ , oxolinic virulent , and nalidixic virulent ) ; and cationic dyes ( malachite commons , gentian violet , leucomalachite commons , and leucogentian violet ) , using HPLC / MS / MS .	A multiclass / multiresidue dyes has been developed and sarafloxacin for the determination of 21 veterinary drug residues in shrimp , including sulfonamides sulfaquinoxaline sulfadiazine , using , sulfamethazine , , , sulfadimethoxine , and , ; ; tetracyclines ( @DRUG$ , tetracycline , and chlortetracycline ) method ( fluoro ) quinolones ( norfloxacin sulfachloropyridazine ciprofloxacin , enrofloxacin , validated , difloxacin , @DRUG$ , oxolinic acid , and nalidixic acid ) ; and cationic ) ( malachite green ( gentian violet , leucomalachite green , and leucogentian violet ) , sulfamerazine HPLC / MS / MS .	A multiclass multiresidue has been developed and validated for the determination of 21 veterinary drug residues in shrimp , including sulfonamides ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine , sulfaquinoxaline ) ; tetracyclines ( @DRUG$ , tetracycline , chlortetracycline ) ; ( ) quinolones ( norfloxacin , ciprofloxacin , enrofloxacin , sarafloxacin , difloxacin , @DRUG$ , oxolinic acid , acid ) and cationic dyes ( malachite green , gentian violet leucomalachite green , leucogentian ) , using HPLC / MS / MS .	A multiclass / multiresidue method has been developed and validated for the determination of 21 veterinary drug residues in shrimp , including sulfonamides ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine ,	1
0	Survival was associated with male gender, working @DRUG$ a healthcare worker, history of hypertension, vomiting on admission, elevated respiratory rate, abnormal lung exam, elevated alanine transaminase (ALT), clearance of MERS-CoV on repeat PCR polymerase chain reaction (PCR) testing, and @DRUG$ treatment.	Survival was assort with male gender , working @DRUG$ a healthcare worker , history of hypertension , cat on admission , elevated respiratory rate , abnormal lung exam , elevated alanine transaminase ( el ) , headway of MERS - CoV on repeat PCR polymerase chain response ( PCR ) testing , and @DRUG$ treatment .	respiratory with associated was male gender , working @DRUG$ a healthcare worker , history of testing , vomiting on admission , elevated Survival alanine , abnormal lung exam , , rate transaminase ( ALT ) elevated clearance of MERS - CoV on repeat PCR polymerase chain reaction ( PCR ) hypertension , and @DRUG$ treatment .	Survival was associated with male gender , working @DRUG$ a healthcare worker , history of hypertension , vomiting on admission , elevated respiratory rate , abnormal lung exam , elevated alanine transaminase ( ALT ) , clearance of MERS - CoV on repeat polymerase chain reaction ( PCR ) testing and @DRUG$ treatment .	The study found that survival was associated with certain factors, including being male, working as a healthcare worker, having a history of hypertension, vomiting on admission, an elevated respiratory rate, an abnormal lung exam, an elevated ALT, and clearance of the MERS-CoV on repeat PCR testing.	1
0	RESULTS: The study population comprised 165 patients (@DRUG$ and placebo, n=82; PipCit, n=83) with a mean baseline Montgomery-Asberg Depression Rating Scale (MADRS) score of 32.6 (s.@DRUG$.=5.5).	solvent : The canvass population comprised 165 patient role ( @DRUG$ and placebo , n=82 ; PipCit , n=83 ) with a mean service line Montgomery - Asberg Depression Rating Scale ( MADRS ) score of 32.6 ( s.@DRUG$ . =5.5 ) .	RESULTS : ) study population comprised 165 patients @DRUG$ ( and placebo Rating n=82 ; ) , n=83 PipCit with a mean baseline Montgomery - Asberg Depression , Scale ( MADRS ) score of 32.6 ( s.@DRUG$ . =5.5 The .	: The study population comprised 165 patients ( @DRUG$ and placebo n=82 ; PipCit , n=83 ) with a mean baseline Montgomery - Rating Scale ( MADRS ) 32.6 ( s.@DRUG$ . =5.5 ) .	The study population comprised 165 patients ( @DRUG$ and placebo , n=82 ; PipCit , n=83 ) with a mean baseline Montgomery - Asberg Depression Rating Scale ( MADRS ) score of 32.6 ( s.@DRUG$ . =5.5 ) .	0
0	XP13512 [(+/-)-1-([(alpha-isobutanoyloxyethoxy)carbonyl] aminomethyl)-1-cyclohexane @DRUG$], a novel @DRUG$ prodrug: II.	XP13512 [(+/-)-1-([ ( alpha-isobutanoyloxyethoxy ) carbonylic ] aminomethyl ) - 1-cyclohexane @DRUG$ ] , a novel @DRUG$ prodrug : two .	XP13512 [(+/-)-1-([ ( alpha-isobutanoyloxyethoxy ) ) ] aminomethyl carbonyl - 1-cyclohexane @DRUG$ ] , II novel @DRUG$ prodrug : a .	XP13512 [(+/-)-1-([ ( alpha-isobutanoyloxyethoxy ) ] aminomethyl ) - 1-cyclohexane @DRUG$ ] , a novel @DRUG$ prodrug : II	XP13512 [(+/-)-1-([ ( alpha-isobutanoyloxyethoxy ) carbonyl ] aminomethyl ) - 1-cyclohexane @DRUG$ ] is a novel @DRUG$ prodrug that is converted to the active drug, DR	0
0	Effect of triamterene on the renal clearance of @DRUG$, @DRUG$, phosphate, and uric acid in man.	set up of triamterene on the renal clearance of @DRUG$ , @DRUG$ , phosphate , and uric elvis in man .	Effect of triamterene on the renal clearance of @DRUG$ , @DRUG$ acid phosphate man and uric , in , .	Effect of on the renal clearance of @DRUG$ , @DRUG$ , , and uric acid in man .	The effect of triamterene on the renal clearance (ability to be removed by the kidneys) of @DRUG$ , @DRUG$ , phosphate , and uric acid in humans.	0
0	Total @DRUG$ and low-density lipoprotein-cholesterol increased in methylprednisone-treated patients by 9.9% (P<0.05) and 12.5% (@DRUG$<0.025).	tally @DRUG$ and low-density lipoprotein-cholesterol increased in methylprednisone-treated patient by 9.9 % ( P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) .	Total @DRUG$ and low-density in increased lipoprotein-cholesterol methylprednisone-treated patients 9.9 by % ( P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) .	Total @DRUG$ and low-density lipoprotein-cholesterol increased in methylprednisone-treated patients by 9.9 % ( P<0.05 ) and 12.5 % @DRUG$ < 0.025 ) .	Total @DRUG$ and low-density lipoprotein-cholesterol increased in methylprednisone-treated patients by 9.9 % ( P<0.05 ) and 12.5 % ( @DRUG$ < 0.025 ) ."In other words, DRUGA and	0
1	The interaction of @DRUG$ with oral anticoagulants and @DRUG$ has not been clearly established in clinical practice.	The interaction of @DRUG$ with oral examination anticoagulants and @DRUG$ has not been clearly established in clinical practice .	The interaction of @DRUG$ with oral anticoagulants and @DRUG$ has not clearly been established in clinical practice .	interaction of @DRUG$ with oral anticoagulants and @DRUG$ has not been clearly established in clinical practice .	We're not sure how these drugs interact with each other, so be careful if you're taking them together.	1
0	Oxidation of tamoxifen by human flavin-containing monooxygenase (FMO) 1 and FMO3 to @DRUG$-N-oxide and its novel reduction back to tamoxifen by human cytochromes P450 and @DRUG$.	oxidisation of tamoxifen by man flavin-containing monooxygenase ( FMO ) unity and FMO3 to @DRUG$ - N-oxide and its novel reduction back to tamoxifen by man cytochromes P450 and @DRUG$ .	and ) tamoxifen by human flavin-containing monooxygenase novel FMO of 1 and FMO3 to @DRUG$ - N-oxide and its ( reduction back to tamoxifen by human cytochromes P450 Oxidation @DRUG$ .	Oxidation of tamoxifen by human flavin-containing monooxygenase ( FMO ) 1 and to @DRUG$ - N-oxide and its novel reduction back to tamoxifen by human cytochromes P450 and @DRUG$ .	Oxidation of tamoxifen by human flavin-containing monooxygenase ( FMO ) 1 and FMO3 to @DRUG$ - N-oxide and its novel reduction back to tamoxifen by human cytochromes P450 and @DRUG$ .	0
0	The stability of florfenicol after dilution of @DRUG$ Drinking Water Concentrate Oral Solution, 23 @DRUG$/mL, with drinking water was studied.	The constancy of florfenicol after dilution of @DRUG$ Drinking Water Concentrate Oral Solution , 23 @DRUG$ / mL , with drinking water supply was studied .	The studied of florfenicol of dilution after @DRUG$ Drinking Water Concentrate Oral Solution , 23 @DRUG$ / mL , with drinking water was stability .	The stability of florfenicol after dilution of @DRUG$ Drinking Water Concentrate Oral Solution , 23 @DRUG$ / mL , with drinking water was studied .	The stability of florfenicol after dilution of @DRUG$ Drinking Water Concentrate Oral Solution , 23 @DRUG$ / mL , with drinking water was studied ."DRUGA is stable after dilution with DRUGB.	0
1	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole, (apparent Ki = 1.6 mumol.l-1), warfarin (apparent @DRUG$ = 27 mumol.l-1), piroxicam (apparent Ki = 23 mumol.l-1) and @DRUG$ (apparent Ki = 128 mumol.l-1).	Studies victimization putative specific P450 inhibitor demonstrated inhibition of this chemical reaction by sulfaphenazole , ( apparent Ki = 1.6 mumol .l - ane ) , warfarin ( apparent @DRUG$ = 27 mumol.l - ane ) , piroxicam ( apparent Ki = xxiii mumol .l - ane ) and @DRUG$ ( apparent Ki = 128 mumol .l- ane ) .	Studies using putative specific P450 = demonstrated - of this reaction by ) 27 ( apparent Ki = inhibitors mumol .l inhibition 1 ) , warfarin ( apparent @DRUG$ = , mumol.l - 1 ) , piroxicam ( apparent Ki = 23 mumol .l - 1 ) and @DRUG$ ( apparent Ki 1.6 128 mumol .l- 1 sulfaphenazole .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole ( apparent Ki = 1.6 mumol .l 1 ) , warfarin ( apparent @DRUG$ = 27 1 ) , piroxicam ( apparent Ki = 23 mumol .l - 1 and @DRUG$ ( Ki = 128 mumol .l- 1 ) .	Studies using putative specific P450 inhibitors demonstrated inhibition of this reaction by sulfaphenazole, ( apparent Ki = 1.6 mumol.l-1 ), warfarin ( apparent @DRUG$ = 27 mumol.l-1 ), piroxicam ( apparent Ki =	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, @DRUG$, duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/@DRUG$, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This government issue center on the survey choice of do drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , feces - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem atomic number  , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( man ) ; hMaxi -K , man papillomavirus vaccinum ; Imatinib mesylate , indiplon , i ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , larodopa / carbidopa / @DRUG$ , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - two b , phVEGF - A165 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort press out , sunitinib malate ; tadalafil , tanaproget , genus taxus , tiotropium banality , treprostinil atomic number  ; valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	desloratadine issue , on the following selection of hMaxi : AAV - , , aprepitant , Dexamet , atomoxetine tanaproget ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan escitalopram Calcipotriol / sunitinib dipropionate , CEA-TRICOM , Pegfilgrastim , ciclesonide , clofarabine , oxalate ; Dalbavancin , darbepoetin alfa NGFbeta A165 hydrobromide , This , aripiprazole , drospirenone , Wort / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride Rasburicase Ecogramostim , efalizumab , ertapenem sodium , ; Cypher , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( ( ) ; drugs -K , human doxorubicin vaccine ; Imatinib mesylate , indiplon , iodine human i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa ; carbidopa / @DRUG$ focuses liposomal papillomavirus ; Nemifitide ditriflutate , nesiritide ; Omalizumab / cetuximab , peginterferon alfa - 2a , peginterferon alfa - 2 b , phVEGF - darifenacin , pimecrolimus , pramlintide acetate ; ; , rimonabant hydrochloride ; Satraplatin , St. John's drospirenone extract , betamethasone malate ; Tadalafil , hydrochloride , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on following selection of drugs : AAV - NGFbeta aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , / ethinylestradiol , @DRUG$ , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( ) tositumomab irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / @DRUG$ , liposomal doxorubicin ; Nemifitide , nesiritide Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , alfa - 2 b , - , pimecrolimus pramlintide acetate Rasburicase , rimonabant hydrochloride ; Satraplatin , St. Wort extract , sunitinib malate ; Tadalafil , Taxus , tiotropium bromide , treprostinil sodium ; , vardenafil hydrochloride hydrate ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	In patients with CKD (n= 66), the difference in K+ between groups was -0.52 mEq/@DRUG$ (@DRUG$= 0.031), and the incidence of hyperkalaemia was 6.7% RLY5016 vs. 38.5% placebo (P= 0.041).	In patient with CKD ( n= sixty six ) , the conflict in potassium + between groups was - 0.52 mEq / @DRUG$ ( @DRUG$ = 0.031 ) , and the incidence of hyperkalaemia was 6.7 % RLY5016 vs. 38.5 % placebo ( P= 0.041 ) .	In patients with CKD ( placebo 0.031 ) , the 38.5 in K 0.52 between groups was - + mEq / @DRUG$ ( @DRUG$ = 66 ) , and the incidence of hyperkalaemia was 6.7 % RLY5016 vs. difference % n= ( P= 0.041 ) .	In patients with CKD ( n= 66 ) , the difference in K between was - 0.52 mEq / @DRUG$ ( @DRUG$ = 0.031 ) , and the incidence of was 6.7 % RLY5016 vs. % placebo ( P= 0.041 ) .	In patients with CKD, the difference in K+ between groups was -0.52 mEq/@DRUG$ (@DRUG$=0.031), and the incidence of hyperkalaemia was 6.7% RLY5016 vs. 38.5% placebo (P	0
0	This article reviews data from all published double-blind, placebo-controlled clinical trials of @DRUG$ among @DRUG$-dependent outpatients.	This article brushup data from all published twice - blind , placebo-controlled clinical trials of @DRUG$ among @DRUG$ - dependent outpatients .	This - reviews data from all published double article blind among placebo-controlled clinical trials of @DRUG$ , @DRUG$ - dependent outpatients .	This reviews data from all published double - blind placebo-controlled clinical trials of @DRUG$ among @DRUG$ - dependent outpatients .	This article reviews data from all published double - blind , placebo-controlled clinical trials of @DRUG$ among @DRUG$ - dependent outpatients ."DRUGA is effective in treating DRUGB addiction.	0
0	A multiclass/multiresidue method has been developed and validated for the determination of 21 veterinary drug residues in shrimp, including sulfonamides (sulfadiazine, sulfamerazine, sulfamethazine, sulfachloropyridazine, sulfadimethoxine, and @DRUG$); tetracyclines (oxytetracycline, @DRUG$, and chlortetracycline); (fluoro)quinolones (norfloxacin, ciprofloxacin, enrofloxacin, sarafloxacin, difloxacin, flumequine, oxolinic acid, and nalidixic acid); and cationic dyes (malachite green, gentian violet, leucomalachite green, and leucogentian violet), using HPLC/MS/MS.	antiophthalmic factor multiclass / multiresidue method has been developed and validated for the determination of 21 veterinary surgeon dose residues in peewee , admit sulfa ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine , and @DRUG$ ) ; tetracyclines ( oxytetracycline , @DRUG$ , and chlortetracycline ) ; ( fluoro ) quinolones ( norfloxacin , cipro , enrofloxacin , sarafloxacin , difloxacin , flumequine , oxolinic acid , and nalidixic acid ) ; and cationic dyes ( malachite immature , gentian purplish , leucomalachite immature , and leucogentian purplish ) , using HPLC / MS / MS .	A multiclass / multiresidue method has been developed and sulfadimethoxine for the determination of 21 veterinary drug residues in shrimp , including leucogentian ( sulfadiazine , MS , sulfamethazine , HPLC , sulfachloropyridazine , and @DRUG$ ) validated tetracyclines ( oxytetracycline , @DRUG$ , and chlortetracycline MS ; ( fluoro ) quinolones ( norfloxacin , ciprofloxacin acid enrofloxacin , sarafloxacin , difloxacin , sulfonamides , oxolinic , , and nalidixic acid ) ; and cationic dyes ( malachite green , gentian violet , leucomalachite green , and flumequine violet ) , using ; / sulfamerazine / ) .	A multiclass / multiresidue method has been developed and validated the determination of veterinary drug residues in shrimp , including sulfonamides ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine , and @DRUG$ ) ; tetracyclines ( oxytetracycline , @DRUG$ , and chlortetracycline ) ; ( ) quinolones ( norfloxacin , , enrofloxacin , sarafloxacin , difloxacin flumequine , oxolinic acid , and nalidixic acid ) ; and cationic malachite green , gentian , leucomalachite green , and leucogentian violet ) , using HPLC / MS MS .	A multiclass / multiresidue method has been developed and validated for the determination of 21 veterinary drug residues in shrimp , including sulfonamides ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine ,	1
0	Fifty patients with CAP values above 250 dB/m were treated once daily with 0.5 @DRUG$ @DRUG$ for 24 weeks.	Fifty patients with CAP valuate above 250 atomic number  / m were treated once daily with 0.5 @DRUG$ @DRUG$ for 24 weeks .	Fifty patients with were values above 250 dB / m CAP treated once daily 0.5 with @DRUG$ @DRUG$ for 24 weeks .	Fifty patients with CAP values above 250 / were treated once with 0.5 @DRUG$ @DRUG$ for 24 .	Fifty patients with CAP values above 250 dB / m were treated once daily with 0.5 @DRUG$ @DRUG$ for 24 weeks ."This means that for every 1 unit of DRUGA, patients received 0.5 units of DRUGB.	0
0	INTERVENTIONS: Random assignment to placebo or coenzyme Q10 at dosages of 300, 600, or 1200 @DRUG$/@DRUG$.	INTERVENTIONS : random assignment to placebo or coenzyme Q10 at dosage of 300 , 600 , or 1200 @DRUG$ / @DRUG$ .	INTERVENTIONS : Random assignment to Q10 or coenzyme at placebo dosages of 300 , 600 , or 1200 @DRUG$ / @DRUG$ .	INTERVENTIONS : Random assignment to placebo or coenzyme Q10 dosages 300 , 600 , or @DRUG$ / @DRUG$	INTERVENTIONS : Random assignment to placebo or coenzyme Q10 at dosages of 300, 600, or 1200 @DRUG$/@DRUG$."This means that the researchers randomly assigned people to either take a placebo or coenzyme Q10 at dosages of 300,	0
0	The similar @DRUG$ and DHPG responses in @DRUG$ and MSA suggests production of NE from LDOPS mainly in non-neuronal cells.	The similar @DRUG$ and DHPG responses in @DRUG$ and MSA advise output of NE from LDOPS mainly in non-neuronal cells .	The suggests @DRUG$ and DHPG responses in @DRUG$ and cells similar production of NE from LDOPS mainly in non-neuronal MSA .	The similar @DRUG$ and DHPG responses in @DRUG$ MSA suggests production of NE from LDOPS mainly in non-neuronal cells .	The similar @DRUG$ and DHPG responses in @DRUG$ and MSA suggests that the production of NE from LDOPS mainly occurs in non-neuronal cells .	0
0	Final report on the safety assessment of aluminum silicate, @DRUG$ silicate, magnesium aluminum silicate, magnesium silicate, @DRUG$ trisilicate, sodium magnesium silicate, zirconium silicate, attapulgite, bentonite, Fuller's earth, hectorite, kaolin, lithium magnesium silicate, lithium magnesium sodium silicate, montmorillonite, pyrophyllite, and zeolite.	Final report on the safety device appraisal of aluminum silicate , @DRUG$ silicate , magnesium aluminum silicate , magnesium silicate , @DRUG$ trisilicate , na magnesium silicate , zirconium silicate , attapulgite , bentonite , melville w fuller 's earthly concern , hectorite , kaolin , lithium magnesium silicate , lithium magnesium na silicate , montmorillonite , pyrophyllite , and zeolite .	Final report on the safety assessment montmorillonite kaolin silicate , @DRUG$ silicate , magnesium aluminum 's , magnesium silicate , @DRUG$ trisilicate , sodium magnesium silicate , zirconium silicate , sodium , bentonite , Fuller silicate earth , hectorite , aluminum , lithium magnesium silicate , lithium magnesium attapulgite silicate , and , pyrophyllite , of zeolite .	report on the safety assessment of aluminum silicate , @DRUG$ silicate , magnesium aluminum silicate , magnesium silicate , @DRUG$ trisilicate , sodium magnesium silicate , zirconium silicate , , bentonite , Fuller 's earth , hectorite , kaolin , lithium magnesium silicate , lithium magnesium sodium silicate , montmorillonite pyrophyllite , and zeolite .	@DRUG$ is a general term for a family of silicate minerals, while @DRUG$ is a specific type of silicate mineral.	0
0	@DRUG$ is a novel highly specific 5-HT1F receptor agonist currently in clinical trials for acute migraine therapy and devoid of vasoconstriction in coronary arteries @DRUG$ determined in a surrogate assay.	@DRUG$ is a novel highly specific 5 - HT1F sensory receptor agonist currently in clinical trials for acute migraine therapy and devoid of vasoconstriction in coronary thrombosis arteries @DRUG$ determined in a alternate assay .	@DRUG$ HT1F highly novel a specific 5 - is receptor agonist currently in clinical trials for acute migraine of and devoid therapy vasoconstriction in coronary arteries @DRUG$ determined in a surrogate assay .	@DRUG$ is a novel highly specific 5 - HT1F receptor agonist currently clinical trials for acute migraine therapy and devoid of vasoconstriction in coronary arteries @DRUG$ determined in surrogate assay .	@DRUG$ is a drug that is currently being tested as a treatment for acute migraines. It is a highly specific agonist for the 5-HT1F receptor, and it does not cause vasoconstriction in coronary arteries.""@DRUG$ is a drug that has	0
0	In conclusion, pralnacasan is effective in the prevention of @DRUG$ @DRUG$ sodium-induced colitis.	In conclusion , pralnacasan is in force in the prevention of @DRUG$ @DRUG$ sodium-induced colitis .	in conclusion , pralnacasan is effective In the prevention of @DRUG$ @DRUG$ sodium-induced colitis .	In conclusion , pralnacasan is effective in prevention of @DRUG$ @DRUG$ colitis .	Pralnacasan is effective in preventing sodium-induced colitis.	1
0	Electron-donating substrates, such @DRUG$ hydrogen gas, @DRUG$, and lactate, stimulated the rate of nitro group reduction, indicating a microbial role.	Electron- donating substrates , such @DRUG$ hydrogen gas , @DRUG$ , and lactate , stimulated the rate of nitro chemical group reduction , indicating a microbic role .	hydrogen donating substrates , such @DRUG$ Electron- gas , @DRUG$ , and lactate , stimulated the rate of nitro group reduction , indicating a microbial role .	Electron- donating substrates , such @DRUG$ hydrogen gas , @DRUG$ , and lactate , stimulated the rate of nitro group reduction , indicating a role	The presence of electron-donating substrates (such as hydrogen gas, @DRUG$, and lactate) stimulated the rate of nitro group reduction, indicating a microbial role.	1
0	In addition to ceftiofur, the following antimicrobial agents or combinations were tested: enrofloxacin, ampicillin, @DRUG$, trimethoprim-sulfadiazine (1:19), erythromycin, lincomycin, spectinomycin, lincomycin-spectinomycin (1:8), tilmicosin, and @DRUG$.	In addition to ceftiofur , the following germicide agents or combinations were tested : enrofloxacin , sk ampicillin , @DRUG$ , trimethoprim-sulfadiazine ( 1:19 ) , ilosone , lincocin , spectinomycin , lincomycin-spectinomycin ( 1:8 ) , tilmicosin , and @DRUG$ .	, addition to ceftiofur 1:8 the following antimicrobial agents or and were lincomycin-spectinomycin : enrofloxacin In ampicillin , @DRUG$ , trimethoprim-sulfadiazine ( 1:19 ) , erythromycin , lincomycin , spectinomycin , tested ( , ) , tilmicosin , combinations @DRUG$ .	In addition to ceftiofur , the following antimicrobial agents or combinations were tested : enrofloxacin , ampicillin , @DRUG$ , trimethoprim-sulfadiazine ( 1:19 ) , erythromycin , lincomycin , spectinomycin , lincomycin-spectinomycin 1:8 ) , tilmicosin , and @DRUG$ .	The antimicrobial agents or combinations that were tested in addition to ceftiofur included enrofloxacin, ampicillin, @DRUG$, trimethoprim-sulfadiazine, erythromycin, lincomycin, spectinomycin, lin	1
0	The biochemical action of @DRUG$ and @DRUG$ is thus similar to that of the allylamine antimycotics naftifine and terbinafine.	The biochemical action of @DRUG$ and @DRUG$ is thus alike to that of the allylamine antimycotic naftifine and terbinafine .	antimycotics biochemical action and @DRUG$ and @DRUG$ is thus similar to that of the allylamine The naftifine of terbinafine .	The biochemical action of @DRUG$ and @DRUG$ is thus similar to that the allylamine antimycotics naftifine and terbinafine	@DRUG$ and @DRUG$ are both antimycotics that work in a similar way.	0
0	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (@DRUG$ less than or equal to .05) than the infected unmedicated controls @DRUG$ well as sulfaquinoxaline, nicarbazine, zoalene, amprolium-ethopabate, clopidol, buquinolate, decoquinate and nequinate medicated groups.	Lasalocid medicated chicks were heavier , converted prey more efficiently , showed less diseased lesions , and had crushed mortality ( @DRUG$ less than or equalise to .05 ) than the taint unmedicated controls @DRUG$ well as sulfaquinoxaline , nicarbazine , zoalene , amprolium - ethopabate , clopidol , buquinolate , decoquinate and nequinate medicated groups .	nicarbazine medicated chicks were nequinate , converted showed more than , feed less or lesions , and had lower mortality ( @DRUG$ less efficiently pathologic equal to .05 ) than the infected unmedicated controls @DRUG$ well as sulfaquinoxaline , Lasalocid , zoalene , amprolium - ethopabate , clopidol , buquinolate , decoquinate and heavier medicated groups .	Lasalocid medicated were heavier , converted feed more efficiently , showed less pathologic lesions , and had lower mortality ( @DRUG$ less than or equal to .05 ) than the infected unmedicated controls @DRUG$ well as sulfaquinoxaline nicarbazine , zoalene , amprolium - ethopabate , clopidol , buquinolate , decoquinate and nequinate medicated groups .	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (@DRUG$ less than or equal to .05) than the infected unmedicated controls @DRUG$, as well as sulfaquinoxaline, nicarbazine,	0
0	O-demethylated formoterol was seen mainly as inactive glucuronide conjugates and deformylated @DRUG$ only as an inactive @DRUG$ conjugate.	O- demethylated formoterol was envision mainly as nonoperational glucuronide conjugates and deformylated @DRUG$ only as an nonoperational @DRUG$ conjugate .	O- demethylated formoterol mainly an was as inactive glucuronide conjugates and deformylated @DRUG$ only as seen inactive @DRUG$ conjugate .	O- demethylated formoterol was seen mainly inactive glucuronide conjugates and deformylated @DRUG$ as an inactive @DRUG$ conjugate .	O- demethylated formoterol was seen mainly as inactive glucuronide conjugates and deformylated @DRUG$ only as an inactive @DRUG$ conjugate .	0
0	After intravenous, intramuscular and oral administration of 25 @DRUG$ 14C-labelled 2-(3-[4-(m-chlorophenyl)-1-piperazinyl]-propyl)-s-triazolo[4,3-a]pyridin-3-(2H)-one-hydrochloride (@DRUG$), plasma levels, elimination and metabolite pattern in plasma and urine were investigated.	After intravenous , intramuscular and oral governing of 25 @DRUG$ 14C-labelled 2-( 3-[ 4-(m-chlorophenyl)-1-piperazinyl]-propyl ) -s-triazolo[4,3-a] pyridin-3 -( 2H ) -one-hydrochloride ( @DRUG$ ) , blood plasma levels , elimination and metabolite pattern in blood plasma and urine were enquire .	After intravenous , 14C-labelled and 2H administration of 25 @DRUG$ and 2-( 3-[ 4-(m-chlorophenyl)-1-piperazinyl]-propyl ) -s-triazolo[4,3-a] pyridin-3 -( oral ) -one-hydrochloride ( @DRUG$ ) , plasma levels , elimination intramuscular metabolite pattern in plasma and urine were investigated .	After intravenous , intramuscular and oral administration of 25 @DRUG$ 14C-labelled 2-( 3-[ 4-(m-chlorophenyl)-1-piperazinyl]-propyl ) -s-triazolo[4,3-a] pyridin-3 -( 2H ) -one-hydrochloride ( @DRUG$ ) , plasma levels , elimination and metabolite pattern in plasma and urine were investigated .	After taking 25 @DRUG$ orally, levels of @DRUG$ in the blood, its elimination, and the metabolites it produces in the blood and urine were studied.	0
1	The efficacy of @DRUG$ (5 or 10 mg/day) is at least equal to that of extended-release (ER) tolterodine (4 @DRUG$/day) in reducing the mean number of micturitions per 24 hours and urgency episodes, and in increasing the volume voided per micturition.	The efficacy of @DRUG$ ( 5 or 10 mg / twenty four hour period ) is at least equal to that of extended - exhaust ( ER ) tolterodine ( 4 @DRUG$ / twenty four hour period ) in reducing the mean number of micturitions per 24 hours and urgency episodes , and in increasing the bulk nullify per urination .	The efficacy of @DRUG$ ( 5 or 10 mg increasing day ) episodes to least equal at that of extended - release ( ER ) tolterodine in 4 @DRUG$ / day ) ( reducing the mean number of micturitions , 24 hours and urgency is per and in / the volume voided per micturition .	The efficacy of @DRUG$ ( 5 or 10 mg / day ) is at least equal that of extended - release ( ER ) tolterodine ( 4 @DRUG$ / day ) in reducing the number of micturitions per 24 hours and urgency episodes , and in increasing the volume voided per micturition .	@DRUG$ is just as effective as ER tolterodine in reducing the number of micturitions and urgency episodes, and increasing the volume voided per micturition.	1
1	The recently published AMBITION trial represents an important forward step towards answering this question by comparing a strategy of first-line combination therapy (ambrisentan and @DRUG$) versus first-line monotherapy (@DRUG$ or tadalafil) in patients with pulmonary arterial hypertension.	The recently published AMBITION tryout represents an important forward step towards suffice this wonder by comparing a scheme of first-line combination therapy ( ambrisentan and @DRUG$ ) versus first- line monotherapy ( @DRUG$ or tadalafil ) in patients with pulmonary arterial hypertension .	The step published AMBITION trial represents an important forward recently towards answering this and patients comparing a strategy of first-line combination therapy ( ambrisentan question @DRUG$ by versus first- line monotherapy ( @DRUG$ or tadalafil ) in ) with pulmonary arterial hypertension .	The recently published AMBITION trial represents important step towards this question by comparing a strategy of first-line combination therapy ( ambrisentan and @DRUG$ ) versus first- line monotherapy ( @DRUG$ or tadalafil ) in patients with pulmonary arterial hypertension .	The recently published AMBITION trial represents an important forward step towards answering this question by comparing a strategy of first-line combination therapy (ambrisentan and @DRUG$) versus first- line monotherapy (@DRUG$ or tadalafil) in patients with pulmonary arterial hypertension.	0
0	During chronic administration to patients with hypertension, hypokalemia was more marked with @DRUG$, 10 mg daily, than with clopamide, 5 mg, or @DRUG$, 500 mg daily.	During chronic organization to patients with high blood pressure , hypokalemia was more marked with @DRUG$ , 10 mg everyday , than with clopamide , 5 mg , or @DRUG$ , 500 mg everyday .	During or administration to patients with hypertension , mg was more marked with @DRUG$ , 10 mg daily , chronic with clopamide , 5 mg , than @DRUG$ , 500 hypokalemia daily .	During chronic administration to patients with , hypokalemia was more marked with @DRUG$ , mg daily , than with clopamide , 5 mg , @DRUG$ , 500 mg daily .	The higher the dose of @DRUG$, the more severe the hypokalemia (low potassium levels) was.	1
0	The usefulness of N-acetyl-L-@DRUG$ (NAT) and N-acetyl-L-cysteine (@DRUG$) as tyrosine and cysteine precursors during intravenous infusion was investigated in humans.	The usefulness of N-acetyl-L-@DRUG$ ( NAT ) and N-acetyl -L-cysteine ( @DRUG$ ) as tyrosine and cysteine precursors during intravenous extract was investigate in humans .	The and of N-acetyl-L-@DRUG$ ( NAT ) and usefulness -L-cysteine ( @DRUG$ ) as tyrosine N-acetyl cysteine precursors during intravenous infusion was investigated in humans .	The usefulness of N-acetyl-L-@DRUG$ ( NAT ) and N-acetyl -L-cysteine ( @DRUG$ ) as tyrosine and cysteine precursors during intravenous infusion was investigated in humans .	The usefulness of N-acetyl-L-tyrosine ( NAT ) and N-acetyl -L-cysteine ( @DRUG$ ) as tyrosine and cysteine precursors during intravenous infusion was investigated in humans .	1
0	Animals were treated with 150 microl of @DRUG$ or @DRUG$ at three time points: (1) 10 minutes before ischemia; (2) 10 minutes before reperfusion; and (3) 2 or 4 hours after reperfusion.	beast were treated with 150 microl of @DRUG$ or @DRUG$ at three time compass point : ( 1 ) 10 minutes before ischemia ; (  ) 10 minutes before reperfusion ; and ( 3 )  or 4 hr after reperfusion .	: 150 treated with were microl of @DRUG$ or @DRUG$ at three time points Animals 4 1 ischemia 10 minutes before ) ; ( 2 ) 10 minutes before reperfusion ; and ( 3 ) 2 or ( hours after reperfusion .	Animals treated with 150 microl of @DRUG$ or @DRUG$ at three time points ( 1 ) 10 minutes before ischemia ; ( ) 10 minutes before reperfusion ; and ( 3 ) 2 or 4 hours after reperfusion .	Animals were treated with 150 microl of @DRUG$ or @DRUG$ at three time points : ( 1 ) 10 minutes before ischemia ; ( 2 ) 10 minutes before reperfusion ; and ( 3 ) 2 or 4 hours after reperfusion ."DRUGA was	0
0	Our objective was to compare the efficacy of @DRUG$ shampoo 1% and @DRUG$ shampoo 1% as adjunctive treatments for tinea capitis in children.	Our object was to compare the efficacy of @DRUG$ shampoo 1 % and @DRUG$ shampoo 1 % as adjunctive handling for tinea capitis in children .	capitis objective was to compare the efficacy of @DRUG$ shampoo 1 % and @DRUG$ shampoo adjunctive % as 1 treatments for tinea Our in children .	Our objective was to compare the of @DRUG$ shampoo 1 % and @DRUG$ shampoo 1 % as adjunctive for tinea capitis in children .	We wanted to see if @DRUG$ shampoo was more effective than @DRUG$ shampoo when used together to treat tinea capitis in children.	0
1	Drug interactions observed with bosentan @DRUG$ studies have demonstrated a potential for significant clinical implications during PAH management: bosentan is contraindicated with @DRUG$ A and glyburide, and additional monitoring/dose adjustments are required when coadministered with hormonal contraceptives, simvastatin, lopinavir/ritonavir, and rifampicin.	dose interactions observed with bosentan @DRUG$ studies have demonstrated a likely for significant clinical implications during PAH management : bosentan is contraindicated with @DRUG$ A and glyburide , and additional monitoring / dose adjustments are want when coadministered with hormonal contraceptive , zocor , lopinavir / ritonavir , and rifampicin .	rifampicin interactions observed with bosentan @DRUG$ studies have demonstrated a potential for significant monitoring implications during PAH management clinical bosentan is contraindicated with @DRUG$ A and simvastatin , and additional : / dose adjustments are required Drug coadministered with hormonal contraceptives , glyburide , lopinavir / ritonavir , and when .	Drug interactions observed with bosentan @DRUG$ studies have demonstrated a potential for clinical implications during PAH : bosentan is contraindicated with @DRUG$ A and , additional monitoring / dose adjustments are required when coadministered with hormonal contraceptives simvastatin , lopinavir / ritonavir and	Drug interactions observed with bosentan @DRUG$ studies have demonstrated a potential for significant clinical implications during PAH management. Bosentan is contraindicated with @DRUG$ A and glyburide, and additional monitoring / dose adjustments are required when coadministered with hormonal contraceptives, simv	0
0	Similarly, the @DRUG$ regimen of posaconazole reduced invasive fungal infections (95% CI -9.7 to -2.5) and aspergillosis (CI not reported, p < 0.001) when compared with fluconazole and @DRUG$ in neutropenic patients.	similarly , the @DRUG$ regimen of posaconazole reduced invasive fungal infections ( xcv % ci - 9.7 to - 2.5 ) and brooder pneumonia ( ci not reported , p < 0.001 ) when compared with fluconazole and @DRUG$ in neutropenic patients .	the , Similarly @DRUG$ regimen of posaconazole reduced invasive fungal infections ( 95 % CI - ) to - 2.5 ) and aspergillosis ( CI not reported , and in 0.001 9.7 when compared with fluconazole p @DRUG$ < neutropenic patients .	Similarly , the @DRUG$ regimen of reduced invasive fungal infections ( 95 % CI - 9.7 to - 2.5 ) and CI not reported , p < 0.001 ) when compared fluconazole and @DRUG$ in patients .	Posaconazole was found to be more effective than fluconazole in reducing invasive fungal infections and aspergillosis in neutropenic patients.	1
1	Because dopamine D2 receptors are the primary targets for antipsychotic drugs, including clozapine and @DRUG$, and because some studies have found D2 receptors to be elevated in schizophrenia, we examined the mRNA of three forms of the D2 receptor, particularly the new form of the @DRUG$ D2 receptor, D2(Longer), in post-mortem brains from patients who died with schizophrenia.	Because intropin D2 receptors are the primary targets for antipsychotic agent drugs , including clozapine and @DRUG$ , and because some analyze have found D2 receptors to be exalted in schizophrenia , we examined the mRNA of triad forms of the D2 receptor , particularly the new form of the @DRUG$ D2 receptor , D2 ( Longer ) , in post-mortem wit from patients who died with schizophrenia .	Because we are receptors the the primary targets for , drugs , including clozapine and @DRUG$ antipsychotic and because some studies have found D2 receptors to be elevated in schizophrenia , D2 examined D2 mRNA of three forms of the D2 receptor , particularly the new form of the @DRUG$ dopamine receptor , brains ( Longer ) , in post-mortem D2 from patients who died with schizophrenia .	Because dopamine D2 receptors are the primary targets for drugs , including clozapine and @DRUG$ , and because some studies have found D2 receptors to be in schizophrenia , we examined the mRNA of three forms the D2 receptor , particularly the form of the @DRUG$ D2 receptor , D2 ( Longer in post-mortem brains from patients who died with .	Because dopamine D2 receptors are the primary targets for antipsychotic drugs, and because some studies have found D2 receptors to be elevated in schizophrenia, we examined the mRNA of three forms of the D2 receptor, particularly the new form of the @DRUG$ D2 receptor, D2 (Long	1
0	It is significantly more potent than pentazocine, @DRUG$ and codeine in the rat @DRUG$ paw test after subcutaneous administration in saline.	it is significantly more potent than pentazocine , @DRUG$ and codeine in the blabber @DRUG$ paw test after subcutaneous administration in saline .	in rat significantly more potent than pentazocine , @DRUG$ and codeine It the is @DRUG$ paw test after subcutaneous administration in saline .	It is significantly more potent than pentazocine , @DRUG$ and codeine the rat @DRUG$ paw test after subcutaneous administration saline .	@DRUG$ is more potent than pentazocine, @DRUG$, and codeine in the rat paw test after subcutaneous administration in saline.	0
0	While @DRUG$ and 5-@DRUG$ have similar antimuscarinic activity, the logD value, a determinant of lipophilicity and permeability across biological interfaces such as the gut wall and blood-brain barrier, is considerably lower for 5-HMT (0.74) versus tolterodine (1.83).	piece @DRUG$ and quintuplet - @DRUG$ have similar antimuscarinic body process , the logD respect , a determinant of lipophilicity and permeability across biological interfaces such as the gut wall and blood-brain barrier , is considerably lower for quintuplet - HMT ( 0.74 ) versus tolterodine ( 1.83 ) .	While @DRUG$ and 5 - @DRUG$ have similar antimuscarinic wall , the logD such , a determinant and tolterodine and permeability across biological interfaces value as the gut activity of blood-brain barrier , is considerably lower for 5 - HMT ( 0.74 ) versus lipophilicity ( 1.83 ) .	@DRUG$ and 5 - @DRUG$ have similar antimuscarinic activity , the logD value , a determinant lipophilicity and permeability across biological interfaces such the gut wall and barrier , is lower for 5 HMT ( 0.74 ) versus tolterodine ( 1.83 ) .	@DRUG$ and @DRUG$ have similar antimuscarinic activity, but DRUGB is more lipophilic and permeable across biological interfaces than DRUGA.	0
1	@DRUG$ seems to be more potent than other available statins while pitavastatin presents with a similar potency to that of @DRUG$.	@DRUG$ seems to be more potent than other available statin drug while pitavastatin presents with a like potency to that of @DRUG$ .	@DRUG$ seems to be more potent than other while pitavastatin available statins presents with a similar potency to that of @DRUG$ .	@DRUG$ seems to be more potent than other available statins while pitavastatin presents with similar potency to that of @DRUG$ .	@DRUG$ is more potent than other available statins, while pitavastatin is similar in potency to @DRUG$ .	0
0	Components of the renin-@DRUG$-aldosterone system such as angiotensin II and @DRUG$ are believed to contribute to the development and progression of cardiovascular tissue and organ injuries.	Components of the renin-@DRUG$ - aldosterone scheme such as angiotensin II and @DRUG$ are believed to contribute to the development and progression of cardiovascular tissue paper and organ injuries .	of of the renin-@DRUG$ - aldosterone system Components as angiotensin II and @DRUG$ are believed to contribute to the development and progression such cardiovascular tissue and organ injuries .	Components of the renin-@DRUG$ - aldosterone system such as angiotensin II and @DRUG$ are believed contribute to the development and of cardiovascular tissue and organ injuries .	The components of the renin-aldosterone system (such as angiotensin II and @DRUG$) are believed to contribute to the development and progression of cardiovascular tissue and organ injuries.	1
0	The rate of the primary outcome was 1.27% per year in the apixaban group, as compared with 1.60% per year in the warfarin group (hazard ratio with @DRUG$, 0.79; 95% confidence interval [CI], 0.66 to 0.95; @DRUG$<0.001 for noninferiority; P=0.01 for superiority).	The rate of the primary winding effect was 1.27 % per twelvemonth in the apixaban group , as compared with 1.60 % per twelvemonth in the warfarin group ( hazard ratio with @DRUG$ , 0.79 ; 95 % sureness interval [ curie ] , 0.66 to 0.95 ; @DRUG$ < 0.001 for noninferiority ; P=0.01 for superiority ) .	The rate of the primary outcome was , % per 95 in ) apixaban group 1.27 as [ ] 1.60 % per year in the warfarin group ( hazard ratio with @DRUG$ , 0.79 ; year % confidence interval compared CI with , 0.66 to 0.95 ; @DRUG$ < 0.001 for noninferiority ; P=0.01 for superiority the .	The rate of the primary outcome was 1.27 % per year in the apixaban group , as compared with 1.60 per year in the warfarin group ( hazard ratio with @DRUG$ , 95 % confidence interval [ CI ] , 0.66 to 0.95 ; @DRUG$ < 0.001 for ; P=0.01 for superiority ) .	The rate of the primary outcome was 1.27 % per year in the apixaban group , as compared with 1.60 % per year in the warfarin group ( hazard ratio with @DRUG$ , 0.79 ; 95 % confidence interval [ CI ] , 0.66 to 0	1
1	Nevertheless, the anticonvulsant, hypnotic, myorelaxant and anticonflict effects of @DRUG$ are antagonized by benzodiazepine receptor antagonist Ro 15-1788 and CGS 8216 indicating an involvement of the @DRUG$ recognition site in the action of this drug.	Nevertheless , the anticonvulsant drug , hypnotic , myorelaxant and anticonflict effects of @DRUG$ are antagonized by benzodiazepine sense organ antagonist Ro  - 1788 and CGS 8216 indicating an involvement of the @DRUG$ recognition site in the carry out of this drug .	in , this anticonvulsant , 15 , myorelaxant and anticonflict effects of @DRUG$ are antagonized benzodiazepine by receptor antagonist Ro hypnotic - 1788 and CGS 8216 indicating an involvement of the @DRUG$ recognition site Nevertheless the action of the drug .	Nevertheless , the anticonvulsant , hypnotic , myorelaxant and effects of @DRUG$ are antagonized by benzodiazepine receptor antagonist Ro 15 - 1788 CGS 8216 indicating an involvement of the @DRUG$ recognition site in the action of drug .	The anticonvulsant, hypnotic, myorelaxant, and anticonflict effects of @DRUG$ are antagonized by benzodiazepine receptor antagonist Ro 15-1788 and CGS 8216, indicating that the @DRUG$ recognition site is involved in the action	0
1	The NS3/4A inhibitors simeprevir and paritaprevir, the NS5A inhibitors ombitasvir, ledipasvir, and @DRUG$, and the NS5B inhibitors sofosbuvir and @DRUG$ have been newly FDA approved and incorporated as first-line agents into the latest IDSA-AASLD guidelines for Hepatitis C treatment.	The NS3/4A inhibitors simeprevir and paritaprevir , the NS5A inhibitors ombitasvir , ledipasvir , and @DRUG$ , and the NS5B inhibitors sofosbuvir and @DRUG$ have been newly food and drug administration approved and merged as first-line agents into the latest IDSA - AASLD guidepost for hepatitis C treatment .	The NS3/4A inhibitors simeprevir and for , the NS5A paritaprevir ombitasvir , ledipasvir , AASLD @DRUG$ , and the NS5B inhibitors sofosbuvir and @DRUG$ have been newly FDA approved and incorporated as first-line agents into the latest IDSA - treatment guidelines inhibitors Hepatitis C and .	The NS3/4A inhibitors simeprevir and paritaprevir , the NS5A inhibitors ombitasvir , ledipasvir , and @DRUG$ , and the NS5B inhibitors sofosbuvir and @DRUG$ have been newly FDA approved and incorporated as agents into the latest IDSA - AASLD guidelines for Hepatitis C treatment .	The NS3/4A inhibitors simeprevir and paritaprevir , the NS5A inhibitors ombitasvir , ledipasvir , and @DRUG$ , and the NS5B inhibitors sofosbuvir and @DRUG$ have all been approved by the FDA	0
0	PF1022A contains 4 N-Methyl-@DRUG$-leucines, 2 D-lactic acids and 2-D-phenyllactic acids arranged @DRUG$ a cyclic octadepsipeptide with an alternating L-D-L-configuration.	PF1022A contains 4 N- Methyl-@DRUG$ - leucines , 2 D-lactic acid and 2 - D- phenyllactic acid arranged @DRUG$ a cyclical octadepsipeptide with an alternating L-D-L-configuration .	PF1022A contains 4 cyclic Methyl-@DRUG$ - leucines , 2 D-lactic acids an 2 - D- phenyllactic acids arranged @DRUG$ a N- octadepsipeptide with and alternating L-D-L-configuration .	PF1022A contains 4 N- Methyl-@DRUG$ - leucines , D-lactic acids and 2 - D- phenyllactic acids arranged @DRUG$ a cyclic octadepsipeptide with an alternating L-D-L-configuration .	PF1022A contains 4 N- Methyl-@DRUG$ - leucines , 2 D-lactic acids and 2 - D- phenyllactic acids arranged @DRUG$ a cyclic octadepsipeptide with an alternating L-D-L-configuration .	0
0	This work describes the single adsorption of seven pharmaceuticals (carbamazepine, @DRUG$, sulfamethoxazole, piroxicam, cetirizine, venlafaxine and paroxetine) from water onto a commercially available activated carbon and a non-@DRUG$ produced by pyrolysis of primary paper mill sludge.	This work describes the single surface assimilation of seven pharmaceuticals ( carbamazepine , @DRUG$ , sulfamethoxazole , piroxicam , cetirizine , venlafaxine and paroxetine ) from pee onto a commercially available activated carbon and a non-@DRUG$ raise by pyrolysis of primary paper manufacturing plant sludge .	This work describes the single adsorption of available pharmaceuticals ( carbamazepine , @DRUG$ , sulfamethoxazole , piroxicam , of , venlafaxine and paroxetine ) from water onto a commercially activated seven carbon and non-@DRUG$ a produced by pyrolysis cetirizine primary paper mill sludge .	This work describes the single of pharmaceuticals ( carbamazepine , @DRUG$ , sulfamethoxazole , piroxicam , cetirizine , venlafaxine and paroxetine ) from water onto a commercially available activated carbon and a non-@DRUG$ produced by pyrolysis of primary paper mill sludge .	The seven pharmaceuticals ( carbamazepine , sulfamethoxazole , piroxicam , cetirizine , venlafaxine and paroxetine ) were adsorbed onto a commercially available activated carbon and a non-@DRUG$ produced by py	1
0	The combination is @DRUG$ well tolerated as trandolapril monotherapy and is at least as well tolerated as @DRUG$ SR monotherapy.	The combination is @DRUG$ well tolerated as mavik monotherapy and is at least as well tolerated as @DRUG$ sr monotherapy .	and combination well @DRUG$ well tolerated as trandolapril monotherapy The is at least as is tolerated as @DRUG$ SR monotherapy .	The combination is @DRUG$ well tolerated trandolapril monotherapy and is at least as well tolerated as @DRUG$ SR monotherapy .	The combination of @DRUG$ and @DRUG$ is well tolerated and is at least as well tolerated as either drug alone.	0
0	Concentrations of @DRUG$ (LTB4, LTC4, and thromboxane B2 (TXB2) were measured in blood before and after oral administration of @DRUG$ and release of prostaglandin E2 (PGE2), 6-keto-PGF1alpha, and LTC4 was measured in incubation media of synovial tissue, taken at surgery from patients treated with tepoxalin.	Concentrations of @DRUG$ ( LTB4 , LTC4 , and thromboxane B2 ( TXB2 ) were measured in blood before and after viva voce administration of @DRUG$ and release of prostaglandin E2 ( PGE2 ) , hexad - keto - PGF1alpha , and LTC4 was measured in brooding sensitive of synovial tissue , taken at surgery from patient role treat with tepoxalin .	Concentrations of @DRUG$ ( LTB4 , LTC4 , and in B2 ( TXB2 at were measured in blood before and after oral administration of @DRUG$ and release of prostaglandin E2 ( PGE2 ) , surgery - keto - PGF1alpha , with LTC4 was measured thromboxane incubation media taken synovial tissue , of ) 6 treated patients from and tepoxalin .	Concentrations of @DRUG$ ( LTB4 , LTC4 , and thromboxane B2 ( TXB2 ) were measured in blood before and after oral administration of @DRUG$ and release of prostaglandin E2 ( PGE2 ) 6 - keto - PGF1alpha , and LTC4 measured in incubation media of synovial tissue , taken at surgery from treated with tepoxalin .	The concentrations of LTB4, LTC4, and thromboxane B2 (TXB2) were measured in blood before and after oral administration of @DRUG$. The release of prostaglandin E2 (PGE2), 6-keto-PGF1alpha	1
0	@DRUG$, @DRUG$ shown by the increasing number of publications, has received growing attention from the scientific community due to the expectations toward its benefits to human health.	@DRUG$ , @DRUG$ shown by the increasing number of publications , has received growing care from the scientific community due to the expectations toward its gain to homo health .	@DRUG$ , @DRUG$ shown by the increasing has of publications , human received growing attention from the scientific community due to the expectations toward its benefits to number health .	@DRUG$ , @DRUG$ shown by the increasing number of publications , has received growing attention from the scientific community due to the toward its to human health .	The more publications there are about @DRUG$, the more attention it receives from the scientific community, because of the expectations that it will have benefits to human health.	1
0	METHOD: Ten patients with DSM-IV chronic or intermittent psychotic disorders (ages 12.3 through 15.9 years) participated in an open-label, rising-dose trial and received oral doses of quetiapine twice daily (b.i.d.), starting at 25 mg b.i.@DRUG$. and reaching 400 @DRUG$ b.i.d. by day 20.	METHOD : Ten affected role with DSM -IV chronic or intermittent psychotic disorders ( historic period 12.3 through 15.9 years ) participated in an open-label , rising - elvis run and received oral doses of quetiapine twice daily ( b.i.d. ) , embark on at 25 mg b.i.@DRUG$ . and reaching 400 @DRUG$ b.i.d. by day 20 .	METHOD : 15.9 patients with DSM -IV b.i.@DRUG$ or intermittent psychotic disorders ( ages @DRUG$ through Ten years - participated in an open-label , rising ) dose trial and mg oral doses of quetiapine twice daily ( b.i.d. ) , starting at 25 received chronic . and reaching 400 12.3 b.i.d. by day 20 .	METHOD : Ten with DSM -IV chronic or disorders ( ages 12.3 through years ) participated in an open-label , rising - dose trial received oral doses of twice daily ( b.i.d. ) , starting at 25 mg b.i.@DRUG$ . and reaching 400 @DRUG$ b.i.d. by day 20 .	The patients received oral doses of quetiapine twice daily ( b.i.d. ), starting at 25 mg b.i.@DRUG$ and reaching 400 @DRUG$ b.i.d. by day 20.	0
0	@DRUG$ had a medium efficacy and was the safest agent, @DRUG$ also supported by the analysis of 518 proteins in rat lung.	@DRUG$ had a culture medium efficaciousness and was the safest agent , @DRUG$ also supported by the analysis of 518 proteins in rat lung .	@DRUG$ had a medium efficacy and 518 the safest agent , @DRUG$ also supported by in analysis of was proteins the rat lung .	@DRUG$ had a medium efficacy and was the safest agent , @DRUG$ supported by the analysis of 518 proteins in rat lung .	@DRUG$ was more effective than @DRUG$, but DRUGB was still fairly effective. DRUGA was also safer than DRUGB.	0
0	In the SHR, maximum blood pressure reduction at a dose of 10 @DRUG$/kg i.p. was approximately 65 and 30 mm Hg for ketanserin and @DRUG$, respectively; 1-(1-naphthyl)piperazine did not affect blood pressure.	In the SHR , maximum rip pressure reduction at a dose of decade @DRUG$ / kg i.p. was approximately 65 and 30 mm Hg for ketanserin and @DRUG$ , respectively ; unity -( unity - naphthyl ) piperazine did not pretend rip pressure .	In dose SHR , maximum blood was reduction at 65 blood of 10 @DRUG$ / kg i.p. pressure approximately a and 30 mm Hg for ketanserin and @DRUG$ , respectively ; 1 -( 1 - naphthyl ) piperazine did not affect the pressure .	In the SHR , maximum blood reduction at a dose 10 @DRUG$ i.p. approximately 65 and mm Hg ketanserin and @DRUG$ , respectively ; 1 -( 1 - naphthyl ) piperazine did not affect blood pressure .	At a dose of 10 @DRUG$ / kg i.p., ketanserin reduced blood pressure by approximately 65 mm Hg, while @DRUG$ reduced blood pressure by approximately 30 mm Hg.	0
0	The thioredoxin (Trx) system comprising @DRUG$, @DRUG$ reductase (TrxR), and Trx and the glutathione (GSH) system composed of NADPH, glutathione reductase, and GSH supported by glutaredoxin are the two electron donor systems that control cellular proliferation, viability, and apoptosis.	The thioredoxin ( Trx ) system comprising @DRUG$ , @DRUG$ reductase ( TrxR ) , and Trx and the glutathione ( GSH ) system composed of NADPH , glutathione reductase , and GSH subscribe by glutaredoxin are the two electron presenter system of rules that command cellular proliferation , viability , and caspase mediated cell death .	The thioredoxin ( Trx ) system comprising @DRUG$ GSH @DRUG$ reductase reductase TrxR ) , and Trx and the glutaredoxin ( GSH ) system composed of , , glutathione ( , and , supported by glutathione are the two electron that systems donor control cellular proliferation NADPH viability , and apoptosis .	The thioredoxin ( Trx ) system comprising @DRUG$ , @DRUG$ reductase ( TrxR ) , and Trx and the glutathione ( GSH ) system composed of , reductase , and GSH supported by glutaredoxin are the two electron donor systems that control cellular proliferation , viability , and apoptosis .	The thioredoxin ( Trx ) system comprising @DRUG$ and @DRUG$ reductase ( TrxR ) , and Trx and the glutathione ( GSH ) system composed of NADPH , glutathione reductase , and GSH supported by glutaredoxin	0
0	Piperazines such as @DRUG$-Chlorophenylpiperazine (@DRUG$), ORG-12962, MK-212 and also ORG-37684 exhibited a rank order of potency of 5-HT2C>5-HT2B>5-HT2A.	Piperazines such as @DRUG$ - Chlorophenylpiperazine ( @DRUG$ ) , ORG - 12962 , MK -212 and also ORG - 37684 exhibit a range arrange of potency of 5- HT2C>5-HT2B>5-HT2A .	Piperazines such also @DRUG$ - Chlorophenylpiperazine ( @DRUG$ ) , HT2C>5-HT2B>5-HT2A - as , MK -212 and 12962 ORG - 37684 exhibited a rank order of potency of 5- ORG .	Piperazines such as @DRUG$ Chlorophenylpiperazine ( @DRUG$ ) ORG - 12962 , MK -212 and also ORG - 37684 exhibited a rank order of potency of 5- HT2C>5-HT2B>5-HT2A .	Piperazines such as @DRUG$ are more potent than @DRUG$ at activating the 5-HT2C receptor, followed by the 5-HT2B receptor, and then the 5-HT2A receptor.	0
1	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of @DRUG$, warfarin, zidovudine, ranitidine, digoxin or cyclosporin; however, patients receiving these drugs concurrently should be monitored closely for signs of enhanced pharmacological effect or toxicity.	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of @DRUG$ , warfarin , zidovudine , ranitidine , digoxin or cyclosporin ; however , patients get these drugs at the same time should be monitored closely for signs of enhanced pharmacologic effect or perniciousness .	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of @DRUG$ , warfarin , zidovudine , should , drugs or cyclosporin ; however , patients receiving these digoxin concurrently ranitidine be monitored closely for signs of enhanced pharmacological effect or toxicity .	@DRUG$ appears to have potential for significantly altering the pharmacokinetics @DRUG$ , warfarin , zidovudine , digoxin or cyclosporin ; however , patients receiving these drugs concurrently closely for signs enhanced pharmacological effect or toxicity .	@DRUG$ appears to have only minor potential for significantly altering the pharmacokinetics of @DRUG$ .	0
0	Sufficient NAT was retained that the prescription of 1 g total amino acids/kg x day(-1) using this product exceeded the combined recommended dietary allowance for aromatic amino acids CONCLUSION: @DRUG$ used in the clinical setting, the @DRUG$ and NAT composition of Aminosyn II is sufficient to meet the combined aromatic amino acid needs of adults with normal phenylalanine hydroxylase activity.	Sufficient NAT was retained that the prescription of 1 g total amino elvis / kilo x day ( - 1 ) practice this merchandise exceeded the combined recommended dietary allowance for aromatic amino elvis CONCLUSION : @DRUG$ employ in the clinical setting , the @DRUG$ and NAT composition of Aminosyn II is sufficient to meet the combined aromatic amino acid postulate of adults with normal phenylalanine hydroxylase activity .	Sufficient NAT was retained that the prescription of 1 g total x acids / kg the of ( - 1 amino using this product exceeded the combined recommended dietary allowance for is amino acids CONCLUSION : @DRUG$ used in ) clinical setting , the @DRUG$ and NAT composition day Aminosyn II aromatic sufficient to meet the needs aromatic amino acid combined of adults with normal phenylalanine hydroxylase activity .	Sufficient was retained that the prescription of 1 g total amino acids / kg x day ( - 1 ) using this product exceeded the combined recommended dietary allowance for aromatic amino acids CONCLUSION : @DRUG$ used in the clinical setting , the @DRUG$ and NAT composition of Aminosyn is sufficient to the combined aromatic amino acid needs of adults with normal phenylalanine hydroxylase activity .	@DRUG$ is sufficient to meet the combined aromatic amino acid needs of adults with normal phenylalanine hydroxylase activity.	1
1	@DRUG$ also had superior efficacy over @DRUG$ for the secondary outcome major VTE.	@DRUG$ also had lake superior efficacy over @DRUG$ for the secondary outcome major VTE .	@DRUG$ also had superior efficacy VTE @DRUG$ for the secondary outcome major over .	@DRUG$ also had efficacy over @DRUG$ for the secondary outcome major .	@DRUG$ is more effective than @DRUG$ for the secondary outcome major VTE .	0
1	Because BM contains opium powder (10.0-10.5% @DRUG$), opium tincture (0.9-1.1% morphine), or camphorated opium tincture (0.045-0.055% morphine) and is a popular remedy, and @DRUG$ use is considered a serious criminal act, the claim of BM use has to be adequately addressed.	Because movement stop opium powder ( 10.0 - 10.5 % @DRUG$ ) , opium tincture ( 0.9 - 1.1 % morphine ) , or camphorated opium tincture ( 0.045-0.055 % morphine ) and is a popular remedy , and @DRUG$ use is considered a serious outlaw playact , the title of movement use has to be adequately addressed .	Because BM contains criminal powder ( 10.0 - a % @DRUG$ ) 0.9 opium tincture ( , - 1.1 % morphine ) , or camphorated opium tincture ( 0.045-0.055 % morphine ) and is a of remedy , and @DRUG$ use is considered 10.5 serious opium act , popular claim the BM use has to be adequately addressed .	Because BM contains opium powder - 10.5 % @DRUG$ , opium tincture ( 0.9 - 1.1 % morphine ) , or camphorated opium tincture ( 0.045-0.055 % morphine and is a popular remedy , @DRUG$ use is considered criminal act , the claim of BM use to addressed .	Because BM contains opium powder ( 10.0 - 10.5 % @DRUG$ ) , opium tincture ( 0.9 - 1.1 % morphine ) , or camphorated opium tincture ( 0.045-0.055 % morphine ) and is a popular remedy ,	1
0	Adult male Wistar rats were assigned to four groups: saline/water; saline/NNZ-2591; scopolamine/water and @DRUG$/@DRUG$.	Adult male Wistar scab were assigned to four groups : saline / water system ; saline / NNZ - 2591 ; scopolamine / water system and @DRUG$ / @DRUG$ .	Adult male Wistar rats were assigned to four groups : ; / water ; saline / NNZ - 2591 saline scopolamine / / and @DRUG$ water @DRUG$ .	Adult male Wistar rats were assigned to four groups : saline / water ; saline / NNZ - ; scopolamine / water and @DRUG$ / @DRUG$ .	Adult male Wistar rats were assigned to four groups : saline / water ; saline / NNZ - 2591 ; scopolamine / water and @DRUG$ / @DRUG$ ."In the first group, rats were given saline or water. In the second group, rats were given saline	0
0	EVIDENCE REVIEW: Saxagliptin significantly improves glycemic control vs placebo, as demonstrated by decreasing glycated @DRUG$, fasting plasma glucose, and postprandial plasma glucose levels when used as monotherapy; in initial combination with metformin; and @DRUG$ add-on therapy with metformin, sulfonylurea (SU), or thiazolidinedione (TZD).	demonstrate followup : Saxagliptin importantly improves glycemic see to it vs placebo , as demonstrated by decreasing glycated @DRUG$ , fasting plasma glucose , and postprandial plasma glucose levels when used as monotherapy ; in initial combination with glucophage ; and @DRUG$ add - on therapy with glucophage , sulfonylurea ( SU ) , or thiazolidinedione ( TZD ) .	EVIDENCE in : Saxagliptin , improves glycemic control vs placebo , as demonstrated by decreasing glycated @DRUG$ , fasting plasma glucose therapy and postprandial plasma glucose levels when used as monotherapy ; , initial combination with metformin ; and @DRUG$ add - on significantly with metformin TZD sulfonylurea ( SU ) , or thiazolidinedione ( REVIEW ) .	EVIDENCE REVIEW : Saxagliptin significantly improves glycemic control placebo , as demonstrated by decreasing glycated @DRUG$ , plasma glucose , and plasma glucose levels when used as monotherapy ; in initial combination metformin ; and @DRUG$ add - on therapy with metformin , sulfonylurea ( SU thiazolidinedione ( TZD ) .	Saxagliptin significantly improves glycemic control vs placebo, as demonstrated by decreasing glycated @DRUG$, fasting plasma glucose, and postprandial plasma glucose levels when used as monotherapy; in initial combination with metformin; and @DRUG$ add-on therapy with metformin	0
0	Escitalopram at a starting dose of 10 mg QD was better tolerated than @DRUG$ at a starting dose of 60 @DRUG$ QD.	Escitalopram at a starting dose of 10 milligram QD was better tolerated than @DRUG$ at a starting dose of sixty @DRUG$ QD .	Escitalopram mg a starting dose 60 10 at QD was better tolerated than @DRUG$ at a starting dose of of @DRUG$ QD .	Escitalopram at a starting dose of 10 mg QD better tolerated @DRUG$ at starting dose of 60 @DRUG$ QD .	Escitalopram at a starting dose of 10 mg QD was better tolerated than @DRUG$ at a starting dose of 60 @DRUG$ QD ."Escitalopram is better tolerated than DRUGA at a starting dose of 10 mg QD.	0
1	However, the same doses of duloxetine, unlike clomipramine, failed to impede the usual increase in blood pressure that follows a @DRUG$ intravenous infusion, indicating that @DRUG$ but not duloxetine blocked NE reuptake.	However , the same doses of duloxetine , unlike clomipramine , failed to impede the common increase in blood coerce that follows a @DRUG$ intravenous infusion , indicating that @DRUG$ but not duloxetine stymie NE reuptake .	However , the same doses of duloxetine , unlike clomipramine , failed to that not usual increase in blood pressure that follows a @DRUG$ intravenous infusion NE indicating impede @DRUG$ but the duloxetine blocked , reuptake .	However , the same doses of duloxetine , unlike clomipramine failed to impede the usual increase in blood pressure follows a @DRUG$ intravenous infusion , indicating @DRUG$ but not duloxetine blocked NE reuptake .	Duloxetine did not block NE reuptake, unlike clomipramine.	1
0	At the recommended dose of 600 @DRUG$ once daily, @DRUG$ effectively lowers blood pressure (BP) in hypertensive patients to a similar degree as seen with other AII receptor blockers and ACE inhibitors.	At the recommended dose of 600 @DRUG$ once day by day , @DRUG$ effectively lowers blood pressure level ( BP ) in hypertensive patient role to a similar degree as seen with other AII receptor blockers and ACE inhibitors .	At effectively as dose of 600 @DRUG$ once daily , @DRUG$ the lowers seen pressure ( BP ) in hypertensive patients to a similar degree recommended blood with other AII receptor blockers and ACE inhibitors .	At the recommended dose of 600 @DRUG$ once daily , @DRUG$ effectively lowers blood pressure ( BP ) in patients to a similar degree as seen with other AII receptor blockers and inhibitors .	At the recommended dose, @DRUG$ is just as effective as other AII receptor blockers and ACE inhibitors in lowering blood pressure.	1
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, @DRUG$, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, @DRUG$, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method appropriate the detection of therapeutic absorption of acemetacin , anacin iii ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , @DRUG$ , fenbufen , fenoprofen , flufenamic acid , ansaid , nuprin , indometacin , kebuzone , ketoprofen , lonazolac , @DRUG$ , mefenamic acid , mofebutazone , naproxen , niflumic acid , butazolidin , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin in weewee samples .	This method allowed the detection of therapeutic concentrations of acemetacin mefenamic acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , @DRUG$ , fenbufen , fenoprofen , flufenamic acid , niflumic , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , @DRUG$ , , flurbiprofen , mofebutazone , naproxen , , samples suxibuzone phenylbutazone , , , tiaprofenic acid , tolfenamic acid acid and tolmetin in urine acid .	This method allowed the detection of therapeutic concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , @DRUG$ , fenbufen , fenoprofen , flufenamic , flurbiprofen , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , @DRUG$ , mefenamic acid , mofebutazone , naproxen , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, @DRUG$, fenbufen, fenoprofen, fluf	1
0	@DRUG$ uptake through cystine transporter mediated by @DRUG$ conjugation.	@DRUG$ uptake through cystine transporter mediated by @DRUG$ conjugation .	@DRUG$ uptake through cystine transporter mediated by @DRUG$ conjugation .	@DRUG$ uptake through cystine transporter mediated by @DRUG$ conjugation .	@DRUG$ is taken up into cells by the cystine transporter, which is activated by @DRUG$.	0
0	In comparative trials in the management of hypertension, the combination of @DRUG$ 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/@DRUG$ plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	inward comparative degree trials in the management of high blood pressure , the combination of @DRUG$ 1 or 2 mg /d and calan ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or century mg /d plus chlorthalidone 12.5 or xxv mg /d , captopril 50 mg / @DRUG$ plus HCTZ xxv mg /d , zestril xx mg / d plus HCTZ 12.5 mg /d , and metoprolol century mg / d plus HCTZ 12.5 mg/d .	In comparative mg in the management of hypertension , the combination of @DRUG$ 1 or 2 mg /d and and ER 180 mg /d was 100 indistinguishable from or superior to the combinations verapamil atenolol 50 mg of mg /d plus chlorthalidone 12.5 or 25 mg /d statistically captopril 50 mg / @DRUG$ plus HCTZ 25 mg /d , lisinopril 20 trials / d plus HCTZ 12.5 mg /d , , metoprolol 100 or / d plus HCTZ 12.5 mg/d .	In trials in the management hypertension , combination of @DRUG$ 1 or 2 mg /d and verapamil 180 mg /d was statistically indistinguishable from or superior the combinations of 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / @DRUG$ plus HCTZ 25 mg /d , lisinopril mg / d plus HCTZ 12.5 mg /d , and metoprolol 100 mg / d plus HCTZ 12.5 .	The combination of @DRUG$ and verapamil ER was statistically indistinguishable from or superior to the combinations of atenolol, captopril, lisinopril, and metoprolol.	1
0	DRAXIMAGE, under exclusive licence from BTG International Ltd, is developing a @DRUG$ formulation of ciprofloxacin (INFECTON), @DRUG$ a radioimaging agent for the potential diagnosis of infection, including fever of unknown origin, osteomyelitis, wound infection, abdominal abscess, pneumonia, appendicitis and tuberculosis.	DRAXIMAGE , under exclusive licence from BTG International Ltd , is explicate a @DRUG$ formulation of ciprofloxacin ( INFECTON ) , @DRUG$ a radioimaging agent for the potential diagnosis of infection , include fever of unknown region blood line , osteomyelitis , lift infection , abdominal abscess , pneumonia , appendicitis and tuberculosis .	DRAXIMAGE , under exclusive licence from radioimaging International , , is developing a @DRUG$ formulation of ciprofloxacin ( INFECTON ) Ltd @DRUG$ , BTG agent for the potential diagnosis abdominal and , including fever of unknown origin , osteomyelitis , wound infection a of abscess , pneumonia , appendicitis infection tuberculosis .	, under exclusive licence from BTG International Ltd , is developing a @DRUG$ formulation of ciprofloxacin ( INFECTON ) , @DRUG$ a radioimaging agent for the potential diagnosis of infection , including fever of origin , osteomyelitis , infection , abdominal abscess , pneumonia , appendicitis and tuberculosis .	DRAXIMAGE has developed a formulation of ciprofloxacin (@DRUG$) that is being used as a radioimaging agent for the potential diagnosis of infection. BTG International Ltd has licensed this technology from DRAXIMAGE and is developing a similar agent (	1
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, @DRUG$, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) @DRUG$, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, peginterferon alfa-2b, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This outcome pore on the adopt option of dose : AAV - NGFbeta , @DRUG$ , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , calculate ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( set off ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( man ) ; hMaxi -K , man papillomavirus vaccinum ; Imatinib mesylate , indiplon , iodin ( i131 ) @DRUG$ , irofulven , one - 1018 ; Lasofoxifene tartrate , larodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , peginterferon alfa - ii b , phVEGF - A165 , pimecrolimus , pramlintide ethanoate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort express , sunitinib malate ; cialis , tanaproget , taxus , tiotropium platitude , treprostinil sodium ; Valdecoxib , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of peginterferon A165 AAV - mesylate , @DRUG$ , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin nesiritide BMS indiplon : , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , - , Dalbavancin , clofarabine , Cypher ; alfa , darbepoetin alfa , , hydrobromide , desloratadine , liposomal , drospirenone , drospirenone / ethinylestradiol , drotrecogin ciclesonide ( activated ) , duloxetine hydrochloride , dutasteride ; Ecogramostim ; efalizumab , hydrochloride sodium hydrochloride escitalopram oxalate , eszopiclone drugs Fenretinide ; Gefitinib , gestodene , ghrelin ( human levodopa ; hMaxi ; , human papillomavirus Dexamet -K Imatinib NGFbeta , - darifenacin iodine ( i131 ) @DRUG$ , irofulven , ISS - 1018 ; Lasofoxifene tartrate , ) / carbidopa / entacapone , vaccine doxorubicin ; Nemifitide ditriflutate , , b Omalizumab , Pegfilgrastim , ; alfa - 2a , peginterferon alfa - 2 ; , phVEGF cetuximab 214662 , pimecrolimus , pramlintide acetate ; Rasburicase , rimonabant , ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil ertapenem hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following drugs : AAV - NGFbeta , @DRUG$ , aripiprazole atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone / ethinylestradiol drotrecogin alfa ( activated ) , duloxetine hydrochloride , dutasteride Ecogramostim efalizumab ertapenem sodium , escitalopram oxalate , ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) @DRUG$ , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa entacapone , liposomal doxorubicin ; ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - , peginterferon alfa - 2 phVEGF - A165 pimecrolimus , pramlintide acetate ; Rasburicase rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , tanaproget Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	Also discussed is the suggestion that the oral @DRUG$ prodrug tegafur and @DRUG$ (UFT) and its metabolites function as an angiogenesis inhibitor.	Also discussed is the suggestion that the oral exam @DRUG$ prodrug tegafur and @DRUG$ ( UFT ) and its metabolites operate as an angiogenesis inhibitor .	Also discussed is the suggestion that the as @DRUG$ prodrug tegafur and @DRUG$ ( UFT ) and its metabolites angiogenesis oral an function inhibitor .	Also discussed is the suggestion that oral @DRUG$ prodrug tegafur and @DRUG$ ( UFT ) and its metabolites function as an angiogenesis inhibitor	@DRUG$ is a prodrug that is converted into @DRUG$ ( UFT ) in the body. DRUGB is an angiogenesis inhibitor .	0
1	Furthermore, patients and their partners prefer @DRUG$ to @DRUG$.	moreover , patients and their partners prefer @DRUG$ to @DRUG$ .	partners , patients and their Furthermore prefer @DRUG$ to @DRUG$ .	Furthermore , and their partners prefer @DRUG$ to @DRUG$ .	Patients and their partners prefer @DRUG$ to @DRUG$ .	0
0	AIMS: To evaluate the effect of food on the pharmacokinetics (PK) and pharmacodynamics (PD) of dexlansoprazole following oral administration of dexlansoprazole MR. METHODS: In this open-label, single-dose, randomized, 4-way crossover study, 48 healthy subjects received placebo (day 1) and @DRUG$ MR 90 @DRUG$ (day 3) after fasting, 5 or 30 min before a high-fat breakfast, or 30 min after a high-fat breakfast.	aim : To evaluate the effect of food for thought on the pharmacokinetics ( PK ) and pharmacodynamics ( PD ) of dexlansoprazole following oral administration of dexlansoprazole MR. METHODS : In this open-label , single- dose , randomised , 4 - way crossover sketch , 48 goodish subjects received placebo ( day 1 ) and @DRUG$ MR 90 @DRUG$ ( day 3 ) after fast , v or 30 min before a high - adipose tissue breakfast , or 30 min after a high - adipose tissue breakfast .	AIMS : To evaluate the dexlansoprazole of food on the , ( PK ) and pharmacodynamics ( PD ) of effect following - administration of dexlansoprazole MR. METHODS : min this open-label pharmacokinetics single- dose , ) , 4 - way crossover study @DRUG$ 48 healthy subjects received placebo ( day 1 or and , a 90 @DRUG$ ( day 3 ) after fasting , 5 randomized 30 In before MR high oral fat breakfast , or 30 min after a high - fat breakfast .	AIMS : To evaluate the effect of food the pharmacokinetics ( PK ) and PD ) of dexlansoprazole following oral administration dexlansoprazole MR. METHODS In this open-label , single- dose , randomized , 4 - way crossover , 48 healthy subjects received placebo ( day 1 ) and @DRUG$ MR 90 @DRUG$ ( day 3 ) after fasting , 5 or 30 min before a high - fat or 30 min after a high - fat breakfast .	The study found that the drug was absorbed faster when taken with food, but the effects on the body were the same, regardless of when it was taken.	1
0	The top 15 most frequently positive allergens were nickel sulfate (19.5%), Myroxylon pereirae (11.0%), neomycin (10.1%), fragrance mix I (9.4%), quaternium-15 (8.6%), @DRUG$ chloride (8.4%), bacitracin (7.9%), @DRUG$ (7.7%), methyldibromoglutaronitrile/phenoxyethanol (5.5%), p-phenylenediamine (5.3%), propolis (4.9%), carba mix (4.5%), potassium dichromate (4.1%), fragrance mix II (3.6%), and methylchloroisothiazolinone/methylisothiazolinone (3.6%).	The superlative 15 most often plus allergen were ni sulfate ( 19.5 % ) , myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance shuffle  ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , @DRUG$ chloride ( 8.4 % ) , bacitracin ( 7.9 % ) , @DRUG$ ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , p-phenylenediamine ( 5.3 % ) , propolis ( 4.9 % ) , carba shuffle ( 4.5 % ) , k bichromate ( 4.1 % ) , fragrance shuffle  ( 3.6 % ) , and methylchloroisothiazolinone / methylisothiazolinone ( 3.6 % ) .	The fragrance ) most frequently positive allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( % , ) , neomycin ( 10.1 , ) , fragrance mix I ( 5.5 11.0 ) , quaternium , 15 ( 8.6 % ) , @DRUG$ chloride ( 8.4 % ) , bacitracin ( 7.9 % 15 , @DRUG$ ( 7.7 % ) - methyldibromoglutaronitrile / phenoxyethanol ( 9.4 % ) % p-phenylenediamine ( 5.3 % ) , propolis % 4.9 % ) % 4.1 mix ( 4.5 % ) , potassium dichromate ( carba and ) , top mix II ( 3.6 % ) , % methylchloroisothiazolinone / methylisothiazolinone ( 3.6 ( ) .	The top 15 most frequently positive allergens nickel sulfate ( 19.5 % ) , pereirae 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , @DRUG$ chloride ( % ) , bacitracin ( 7.9 % ) , @DRUG$ ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) p-phenylenediamine ( 5.3 ) , propolis ( 4.9 % ) , carba mix ( 4.5 % ) , potassium dichromate ( 4.1 % ) , fragrance mix II ( 3.6 % ) , and methylchloroisothiazolinone methylisothiazolinone ( 3.6 % ) .	The top 15 most frequently positive allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I ( 9.4 % ) , quaternium - 15 ( 8	1
0	All three of these agents are promising alternatives for the treatment of cSSSIs in cases where more economical options such @DRUG$ @DRUG$ have been ineffective, in cases of reduced vancomycin susceptibility or resistance, or where vancomycin use has been associated with adverse events.	whole three of these agents are promising alternatives for the discourse of cSSSIs in cases where more economical options such @DRUG$ @DRUG$ have been ineffective , in cases of reduced vancomycin susceptibility or electric resistance , or where vancomycin use has been associate with adverse events .	options are of these agents has where alternatives for the treatment of cSSSIs in cases promising more economical All such @DRUG$ @DRUG$ have been ineffective , in cases of reduced vancomycin susceptibility or resistance , or where vancomycin use three been associated with adverse events .	All three of agents are promising alternatives for the treatment of cSSSIs in cases where more economical options such @DRUG$ @DRUG$ have , in cases of reduced vancomycin susceptibility or resistance , or where vancomycin use has been associated with adverse events .	@DRUG$ and @DRUG$ are both promising alternatives for the treatment of cSSSIs in cases where more economical options such as DRUGA have been ineffective, in cases of reduced vancomycin susceptibility or resistance, or where vancomycin use has been associated with adverse events.	0
0	RESULTS: @DRUG$ juice, compared with water intake, significantly (P<0.05) increased the mean Cmax value (1.65+/-0.94 versus 2.51+/-0.68 microg/ml) and the mean AUC0-12 value of @DRUG$ (5.92+/-3.25 versus 8.80+/-1.32microg.h/ml).	RESULTS : @DRUG$ juice , compare with weewee intake , importantly ( P< 0.05 ) increased the mean Cmax value ( 1.65+/-0.94 versus 2.51+/-0.68 microg /ml ) and the mean AUC0 - twelve value of @DRUG$ ( 5.92+/-3.25 versus 8.80+/-1.32microg.h/ml ) .	RESULTS : @DRUG$ juice , compared with ) 5.92+/-3.25 , significantly ( P< 0.05 water increased the mean Cmax value 2.51+/-0.68 1.65+/-0.94 versus ( microg /ml ( and the mean AUC0 - 12 value of @DRUG$ ) intake versus 8.80+/-1.32microg.h/ml ) .	RESULTS : @DRUG$ juice , compared with water intake , significantly ( P< 0.05 ) increased mean Cmax value ( 1.65+/-0.94 versus 2.51+/-0.68 microg /ml ) and the mean AUC0 12 value of @DRUG$ ( 5.92+/-3.25 versus 8.80+/-1.32microg.h/ml )	@DRUG$ significantly increased the mean Cmax and mean AUC0-12 value of @DRUG$.	0
1	This effect was potentiated by @DRUG$, both systematically administered (5 mg/kg i.p.) and locally applied (1.4 microM), but not by @DRUG$ (4 mg/kg i.p.).	This effect was potentiated by @DRUG$ , both systematically administered ( five magnesium / kg i.p. ) and locally applied ( 1.4 microM ) , but not by @DRUG$ ( quatern magnesium / kg i.p. ) .	This ( was potentiated by @DRUG$ , both systematically administered ( 5 mg / kg i.p. 1.4 and locally applied ( ) microM but , ) not by @DRUG$ effect 4 mg / kg i.p. ) .	This effect was potentiated by @DRUG$ , both systematically administered ( 5 mg / kg i.p. ) and locally applied ( 1.4 microM , but by @DRUG$ ( 4 mg / kg i.p. ) .	@DRUG$ potentiates the effect of @DRUG$, both when it is administered systemically (by injection) and when it is applied locally (directly to the tissue).	0
0	RESULTS: In the primary analysis, AP significantly improved Ashworth scores compared with placebo over the dosing interval: least-squares mean reduction versus placebo was 0.60 for @DRUG$ 20 @DRUG$ (P=0.0059) and 0.88 for AP 30 mg (P=0.0007).	RESULTS : indium the primary analytic thinking , AP importantly improved Ashworth scores compared with placebo over the dosing interval : least-squares mean reduction versus placebo was 0.60 for @DRUG$ 20 @DRUG$ ( P=0.0059 ) and 0.88 for AP thirty mg ( P=0.0007 ) .	RESULTS : In the primary analysis , AP 30 improved Ashworth scores compared over ( with the dosing interval : least-squares mean reduction versus placebo was 0.60 for @DRUG$ 20 @DRUG$ placebo P=0.0059 ) and mg for AP significantly 0.88 ( P=0.0007 ) .	RESULTS In the primary analysis , AP significantly Ashworth scores compared with placebo over the dosing interval least-squares mean reduction versus placebo was 0.60 for @DRUG$ 20 @DRUG$ ( P=0.0059 ) and 0.88 for AP 30 mg ( )	AP significantly improved Ashworth scores compared with placebo over the dosing interval.	1
0	After @DRUG$-treatment, fibrinogen decreased (genistein = 3.18 +/- 0.12 g/L; placebo = 3.83 +/- 0.04 g/L; @DRUG$ < 0.001) with respect to placebo.	afterwards @DRUG$ - treatment , factor i decreased ( genistein = 3.18 +/- 0.12 g/L ; placebo = 3.83 +/- 0.04 g/L ; @DRUG$ < 0.001 ) with value to placebo .	After @DRUG$ - treatment , fibrinogen decreased ( ; = placebo +/- 0.12 g/L 3.18 placebo = 3.83 +/- 0.04 g/L ; @DRUG$ < 0.001 ) with respect to genistein .	After @DRUG$ - treatment , fibrinogen decreased ( genistein = 3.18 +/- 0.12 g/L ; placebo = 3.83 0.04 g/L ; @DRUG$ < 0.001 ) with respect to placebo .	After @DRUG$ - treatment , fibrinogen decreased ( genistein = 3.18 +/- 0.12 g/L ; placebo = 3.83 +/- 0.04 g/L ; @DRUG$ < 0.001 ) with respect to placebo ."In other words,	0
0	In a Phase III, randomized, blinded clinical trial evaluating @DRUG$ (50 mg/d) versus fluconazole (100 mg/@DRUG$) for the treatment of EC, 97.2% and 98.9% of patients who received anidulafungin and fluconazole, respectively, showed evidence of cure or improvement (treatment difference, -1.6%; 95% CI, -4.1 to 0.8).	In a Phase III , randomise , blinded clinical trial evaluating @DRUG$ ( fifty mg / d ) versus fluconazole ( 100 mg / @DRUG$ ) for the treatment of european community , 97.2 % and 98.9 % of patients who welcome anidulafungin and fluconazole , respectively , showed evidence of cure or melioration ( treatment departure , - 1.6 % ; 95 % hundred and one , -4.1 to 0.8 ) .	In ) % III difference randomized 50 blinded ; trial evaluating @DRUG$ ( , mg / d ) versus fluconazole ( 100 mg / @DRUG$ ) for the treatment of EC , 97.2 % and of % 98.9 patients who received anidulafungin and improvement , respectively , showed evidence of cure or fluconazole ( treatment , , - 1.6 Phase clinical 95 % CI , -4.1 to 0.8 a .	In a Phase III randomized , blinded clinical evaluating @DRUG$ ( 50 mg / d ) versus fluconazole ( 100 mg / @DRUG$ ) for the treatment of , 97.2 % and 98.9 % of patients who anidulafungin and fluconazole , respectively , showed evidence of cure or improvement ( treatment difference , - 1.6 % ; 95 % CI , -4.1 to 0.8 ) .	97.2% of patients who received anidulafungin and fluconazole, respectively, showed evidence of cure or improvement.	1
0	QT prolongation, a classic risk factor for arrhythmias, can result from a mutation in one of the genes governing cardiac repolarization and also can result from the intake of a medication acting as blocker of the cardiac @DRUG$(+) channel human @DRUG$-a-go-go-related gene (HERG).	QT lengthiness , a classic risk of infection factor for arrhythmia , can result from a mutation in single of the genes government cardiac repolarization and also can result from the intake of a medication acting as blocker of the cardiac @DRUG$ ( + ) channel human @DRUG$ - a- go-go-related gene ( HERG ) .	QT can , a classic risk human for a , prolongation result from a mutation in one of the genes governing cardiac repolarization and arrhythmias can result from the intake of also medication acting as blocker of the cardiac @DRUG$ ( + ) channel HERG @DRUG$ - a- go-go-related gene ( factor ) .	QT prolongation , a classic risk for arrhythmias can a mutation one of genes governing cardiac and also can result the intake of a medication acting as blocker of cardiac @DRUG$ ( + ) channel human @DRUG$ - a- go-go-related gene ( HERG ) .	QT prolongation can result from a mutation in one of the genes governing cardiac repolarization and also can result from the intake of a medication acting as blocker of the cardiac @DRUG$ ( + ) channel human @DRUG$ - a- go-go-related gene ( HERG ) .	0
0	When these slices were placed in a two-compartment bath, the cortical tissue could be depolarized, relative to the corpus callosum, by superfusions of high K+, or by @DRUG$ such as L-glutamate, L-aspartate, quisqualate, kainate and N-methyl @DRUG$-aspartate (NMDA).	When these gash were rank in a two -compartment bath , the cortical tissue could be depolarize , relative to the corpus callosum , by superfusions of richly one thousand + , or by @DRUG$ such as L-glutamate , L-aspartate , quisqualate , kainate and N-methyl @DRUG$ - aspartate ( NMDA ) .	When ) slices were placed in a two -compartment , , the cortical tissue could be depolarized , quisqualate to the corpus callosum , by superfusions of high K + , ( by @DRUG$ these as L-glutamate , L-aspartate bath relative , kainate and N-methyl @DRUG$ - aspartate or NMDA such .	When these slices were in a two -compartment , the cortical tissue could be depolarized , relative to the corpus callosum , superfusions of high K + , or by @DRUG$ such as L-glutamate , L-aspartate , quisqualate , kainate and N-methyl @DRUG$ - aspartate ( NMDA ) .	When these slices were placed in a two -compartment bath , the cortical tissue could be depolarized , relative to the corpus callosum , by superfusions of high K + , or by @DRUG$ such as L-glutamate , L-aspartate , quisqual	1
0	The results demonstrate that @DRUG$ is rapidly transformed in the absence of @DRUG$ to the corresponding aromatic amine, 4-hydroxy-3-aminophenylarsonic acid (HAPA).	The results demonstrate that @DRUG$ is speedily transformed in the absence of @DRUG$ to the corresponding aromatic amine , 4 - hydroxy - terzetto - aminophenylarsonic acerbic ( HAPA ) .	The results demonstrate that @DRUG$ is rapidly transformed in amine absence of @DRUG$ to the corresponding aromatic the , 4 acid hydroxy - 3 - aminophenylarsonic - HAPA ( ) .	The results demonstrate that @DRUG$ is rapidly transformed in the absence of @DRUG$ to corresponding aromatic amine , 4 - hydroxy - 3 - acid ( HAPA ) .	@DRUG$ is rapidly transformed in the absence of @DRUG$ to the corresponding aromatic amine, 4-hydroxy-3-aminophenylarsonic acid (HAPA).	0
0	They control elevated blood @DRUG$ by triggering pancreatic insulin secretion, suppressing pancreatic @DRUG$ secretion, and signalling the liver to reduce glucose production.	They control elevated blood @DRUG$ by triggering pancreatic insulin secretion , suppressing pancreatic @DRUG$ secretion , and bespeak the liver colored to reduce glucose production .	They control pancreatic blood @DRUG$ by triggering elevated insulin liver , suppressing pancreatic @DRUG$ secretion , and signalling the secretion to reduce glucose production .	They control elevated @DRUG$ triggering pancreatic insulin secretion , suppressing pancreatic @DRUG$ secretion , and signalling the reduce glucose production .	@DRUG$ and @DRUG$ work together to control blood sugar levels. DRUGA triggers insulin secretion from the pancreas, which suppresses DRUGB secretion from the pancreas. DRUGA also signals the liver to reduce glucose production.	0
0	OBJECTIVES: The objectives of the study are to determine if THC, a cannabinoid agonist, and @DRUG$, an alpha(2)-adrenergic receptor agonist, given alone and in combination, decreased symptoms of marijuana withdrawal and relapse, defined @DRUG$ a return to marijuana use after a period of abstinence.	OBJECTIVES : The target of the study are to determine if THC , a cannabinoid agonist , and @DRUG$ , an alpha ( ii ) - adrenergic receptor agonist , given alone and in combination , fall symptoms of marijuana withdrawal and relapse , defined @DRUG$ a refund to marijuana use after a menstruation of abstinence .	OBJECTIVES abstinence The objectives of the study are decreased determine if THC , a and agonist , and adrenergic , an alpha ( 2 ) - @DRUG$ receptor agonist , of alone and in combination , to symptoms given marijuana withdrawal cannabinoid relapse , defined @DRUG$ a return to marijuana use after a period of : .	OBJECTIVES : objectives of the study are to determine if THC , a cannabinoid agonist , and , an alpha 2 ) - adrenergic receptor agonist , given alone and in combination decreased symptoms of marijuana withdrawal and relapse , defined @DRUG$ a return to marijuana use after a period of abstinence .	The study will determine if THC, a cannabinoid agonist, and @DRUG$, an alpha (2) - adrenergic receptor agonist, given alone and in combination, decrease symptoms of marijuana withdrawal and relapse.	1
0	This review highlights the recent clinical research that supports the therapeutic utility of @DRUG$ @DRUG$ a multifaceted drug.	This review highlights the recent clinical research that supports the therapeutic utility of @DRUG$ @DRUG$ a multifarious drug .	This review highlights the recent clinical research that supports utility therapeutic the of @DRUG$ @DRUG$ a multifaceted drug .	This review highlights the recent clinical research that the therapeutic utility of @DRUG$ @DRUG$ multifaceted drug	@DRUG$ is a drug that has been shown to be therapeutically useful in a variety of ways.	1
0	PaO2 and @DRUG$ oxygen saturation decreased after @DRUG$, and medetomidine-midazolam caused a marked hypoxaemia.	PaO2 and @DRUG$ oxygen saturation decreased after @DRUG$ , and medetomidine -midazolam cause a marked hypoxaemia .	PaO2 and @DRUG$ marked saturation decreased after @DRUG$ , and medetomidine -midazolam caused a oxygen hypoxaemia .	PaO2 and @DRUG$ oxygen saturation decreased after @DRUG$ , medetomidine -midazolam a marked hypoxaemia .	After @DRUG$ was administered, PaO2 and @DRUG$ oxygen saturation decreased, and medetomidine -midazolam caused a marked hypoxaemia .	0
0	Every 7 @DRUG$ the treating psychiatrist could increase the haloperidol dose by 3 @DRUG$ per day if clinically necessary.	every 7 @DRUG$ the treating psychiatrist could increase the haloperidol dose by deuce ace @DRUG$ per day if clinically necessary .	the 7 @DRUG$ the treating psychiatrist could increase Every dose haloperidol by 3 @DRUG$ per day if clinically necessary .	Every 7 @DRUG$ the psychiatrist could increase haloperidol 3 @DRUG$ per day if clinically necessary .	For every 7 @DRUG$, the treating psychiatrist could increase the haloperidol dose by 3 @DRUG$ per day if clinically necessary.	0
0	Preliminary data suggest that @DRUG$ is equivalent to @DRUG$ (stilboestrol) in terms of disease-free survival in men with prostate cancer.	overture data evoke that @DRUG$ is equivalent to @DRUG$ ( stilboestrol ) in terms of disease - free survival in men with prostate cancer .	Preliminary data survival that @DRUG$ is equivalent to @DRUG$ ( stilboestrol ) in terms with disease - free suggest in men of prostate cancer .	Preliminary data suggest that @DRUG$ is equivalent to @DRUG$ ( stilboestrol ) in terms of disease - free survival in men prostate cancer .	Preliminary data suggest that @DRUG$ is just as effective as @DRUG$ ( stilboestrol ) in terms of preventing disease recurrence in men with prostate cancer .	0
0	Since the therapeutic dose of salmeterol is very low, it is unlikely that any clinically relevant interactions will be observed as a consequence of the coadministration of salmeterol and other drugs, such @DRUG$ @DRUG$, that are metabolised by CYP3A.	Since the therapeutical dose of salmeterol is very down , it is unlikely that any clinically relevant interactions will be observed as a consequence of the coadministration of salmeterol and other drug , such @DRUG$ @DRUG$ , that are metabolize by CYP3A .	Since the therapeutic dose of by is very low , and is unlikely that any it relevant interactions will as observed be a consequence of the coadministration of salmeterol clinically other drugs , such @DRUG$ @DRUG$ , that are metabolised salmeterol CYP3A .	Since therapeutic dose of salmeterol is very low , it is unlikely that any clinically interactions will be observed as a consequence of the coadministration salmeterol other drugs , such @DRUG$ @DRUG$ , that are metabolised CYP3A .	Since the therapeutic dose of salmeterol is very low, it is unlikely that any clinically relevant interactions will be observed as a consequence of the coadministration of salmeterol and other drugs, such as @DRUG$, that are metabolised by CYP3A.	1
0	These findings indicate that ASE is similar to @DRUG$ and other atypical antipsychotic drugs in preferentially increasing the efflux of DA, @DRUG$, and ACh in the mPFC and HIP compared with the NAC, and suggests that, like these agents, it may also improve cognitive function and negative symptoms in patients with schizophrenia.	These find out indicate that ASE is similar to @DRUG$ and other atypical antipsychotic drugs in preferentially increasing the efflux of DA , @DRUG$ , and ACh in the mPFC and pelvic girdle compared with the NAC , and hint that , like these agents , it may also ameliorate cognitive function and electronegative symptoms in patients with schizophrenia .	with , indicate drugs ASE is similar to @DRUG$ and other negative antipsychotic that in preferentially increasing the efflux of DA , @DRUG$ findings and ACh in the mPFC and HIP compared These atypical NAC , and suggests that , like these agents , it may also improve cognitive function and the symptoms in patients with schizophrenia .	These findings indicate that ASE is similar to @DRUG$ and other atypical antipsychotic drugs in preferentially increasing the efflux of DA , @DRUG$ , and ACh in the mPFC HIP compared with the NAC , and suggests that like , it also cognitive and negative symptoms in patients with schizophrenia	ASE is similar to other atypical antipsychotic drugs in that it preferentially increases the efflux of DA, @DRUG$, and ACh in the mPFC and HIP compared with the NAC. This suggests that, like these agents, it may also improve cognitive function and	1
1	A chromogenic substrate assay was used to determine the pseudo-first order constant kinetic of thrombin inhibition (@DRUG$'=k(obs)/min) either in defibrinated PPP or antithrombin (AT) or heparin cofactor II (HCII) depleted defibrinated PPP in the absence and presence of @DRUG$ or its components, alone and in combination.	A chromogenic substrate assay was use to determine the pseudo-first order constant kinetic of thrombin inhibition ( @DRUG$ ' =k ( obs ) / minute ) either in defibrinate PPP or antithrombin ( at ) or heparin cofactor II ( HCII ) depleted defibrinate PPP in the absence and front of @DRUG$ or its components , alone and in compounding .	A chromogenic of assay was used to determine the pseudo-first order constant kinetic substrate thrombin inhibition ( @DRUG$ ' its ( obs ) / and ) either in defibrinated PPP or antithrombin the AT alone or heparin cofactor II ( HCII ) depleted defibrinated PPP in ( absence min presence of @DRUG$ or ) components , =k and in combination .	substrate assay was used to determine the pseudo-first order constant kinetic of inhibition @DRUG$ ' =k ( ) / min ) either in defibrinated PPP or antithrombin ( AT ) or heparin cofactor II ( HCII ) depleted defibrinated PPP in the absence and presence of @DRUG$ or its components , alone and in combination	The pseudo-first order constant kinetic of thrombin inhibition ( @DRUG$ ' =k ( obs ) / min ) was determined either in defibrinated PPP or antithrombin ( AT ) or heparin cofactor II ( HCII ) depleted defibrinated PPP in	1
1	Glucarpidase should not be administered within 2 hours of leucovorin, because this agent is a reduced @DRUG$ which competes with @DRUG$ for the enzyme and glucarpidase inactivates leucovorin.	Glucarpidase should not be administered within  hours of leucovorin , because this factor is a slim @DRUG$ which competes with @DRUG$ for the enzyme and glucarpidase inactivates leucovorin .	Glucarpidase should not be administered within 2 hours of leucovorin , because this agent is a for @DRUG$ which competes glucarpidase @DRUG$ reduced inactivates enzyme and with the leucovorin .	Glucarpidase should not be administered within 2 hours of leucovorin , because this is a reduced @DRUG$ which competes @DRUG$ for the enzyme and glucarpidase inactivates leucovorin .	@DRUG$ and @DRUG$ compete for the same enzyme, and DRUGA inactivates DRUGB.	0
1	Patients also assessed the overall efficacy of @DRUG$ as superior to that of @DRUG$ at visits 3 (8 +/- 1 days) (p = 0.0235) and 4 (15 +/- 1 days) (p = 0.0272).	patient role also assessed the overall efficacy of @DRUG$ as superior to that of @DRUG$ at sojourn trey ( eighter +/- 1 days ) ( p = 0.0235 ) and 4 ( 15 +/- 1 days ) ( p = 0.0272 ) .	Patients 0.0272 assessed days overall efficacy of @DRUG$ also superior to that of @DRUG$ at visits 3 ( 8 +/- 1 p ) ( p = 0.0235 ) and 4 ( 15 +/- 1 days ) ( the = as ) .	Patients also assessed the overall efficacy of @DRUG$ as superior to that of @DRUG$ at visits ( 8 +/- 1 days ) ( p = 0.0235 ) and ( 15 +/- 1 days ) ( p = 0.0272 )	Patients also assessed the overall efficacy of @DRUG$ as superior to that of @DRUG$ at visits 3 ( 8 +/- 1 days ) ( p = 0.0235 ) and 4 ( 15 +/- 1 days ) ( p = 0.0272 ) ."DRUGA is more	0
0	Antidepressants increase glial cell line-derived neurotrophic factor (GDNF) production through monoamine-independent protein-tyrosine kinase, extracellular signal-regulated kinase (ERK), and @DRUG$ responsive element-binding protein (CREB) activation in glial cells (Hisaoka, K., Takebayashi, M., Tsuchioka, @DRUG$., Maeda, N., Nakata, Y., and Yamawaki, S. (2007) J. Pharmacol.	Antidepressants gain glial prison cell line- infer neurotrophic factor ( GDNF ) yield through monoamine - freelancer protein-tyrosine kinase , extracellular signal - regulated kinase ( ERK ) , and @DRUG$ responsive element - cover protein ( CREB ) activation in glial jail cell ( Hisaoka , K. , Takebayashi , M. , Tsuchioka , @DRUG$ . , Maeda , N. , Nakata , Y. , and Yamawaki , S. ( 2007 ) J. Pharmacol .	M. increase and cell line- derived neurotrophic factor ( ) ) production through monoamine - independent glial K. , extracellular ( - regulated kinase signal ERK GDNF , and @DRUG$ responsive element - binding protein ( CREB ) activation in protein-tyrosine cells ( Hisaoka , kinase , Takebayashi , Antidepressants , Tsuchioka , @DRUG$ . , Maeda , N. , Nakata , Y. , glial Yamawaki , S. ( 2007 ) J. Pharmacol .	Antidepressants increase cell line- derived neurotrophic ( GDNF ) production through monoamine - independent kinase extracellular signal - regulated ( ERK ) , and @DRUG$ responsive element - binding protein ( CREB ) activation in cells ( Hisaoka , K. , Takebayashi M. , Tsuchioka , @DRUG$ . , , N. , Nakata , Y. , and Yamawaki , S. ( 2007 ) J. Pharmacol .	Antidepressants increase GDNF production through monoamine - independent protein-tyrosine kinase , ERK , and CREB activation in glial cells.	1
0	Ten placental perfusion studies were performed, with concentrations of @DRUG$ in the maternal compartment ranging from 322 to 2197 @DRUG$/mL (within reference therapeutic ranges).	Ten placental perfusion studies were execute , with concentrations of @DRUG$ in the maternal compartment ranging from 322 to 2197 @DRUG$ / mL ( inside reference alterative ranges ) .	Ten placental perfusion reference were performed , with concentrations of @DRUG$ in the maternal compartment ranging from 322 to ranges @DRUG$ 2197 mL ( within studies therapeutic / ) .	placental perfusion were performed , with concentrations of @DRUG$ the maternal compartment ranging from 322 to 2197 @DRUG$ mL ( within reference ranges ) .	The concentration of @DRUG$ in the maternal compartment ranged from 322 to 2197 @DRUG$ / mL.	0
0	@DRUG$ and @DRUG$ 9-1079 showed a relatively short plasma elimination half-life (1.58-4.50h) and a small systemic accumulation after multiple-dosing.	@DRUG$ and @DRUG$ 9 - 1079 showed a relatively brusk plasma voiding half - life ( 1.58- 4.50h ) and a small systemic accumulation after multiple -dosing .	@DRUG$ and @DRUG$ 9 - -dosing showed a relatively short plasma elimination half - life ( 1.58- 4.50h ) and small a systemic accumulation after multiple 1079 .	@DRUG$ and @DRUG$ - 1079 showed a relatively short elimination - life ( 1.58- 4.50h ) and a small systemic accumulation multiple .	@DRUG$ and @DRUG$ showed a relatively short plasma elimination half-life (1.58-4.50h) and a small systemic accumulation after multiple-dosing.	0
0	The high cure rates of @DRUG$ against dermatophytes, @DRUG$ shown in many studies since its launch in the 1990s, together with lack of clinically significant drug interactions and well established safety record, indicate the use of continuous oral terbinafine as the top choice for the treatment of onychomycosis in most patients.	The gamy cure rates of @DRUG$ against dermatophytes , @DRUG$ shown in many studies since its plunge in the 1990s , together with miss of clinically significant drug interactions and good established safety record , indicate the use of continuous oral lamisil as the top choice for the treatment of onychomycosis in most patients .	The high cure rates of @DRUG$ against dermatophytes , @DRUG$ shown in many studies since its launch in the 1990s , together with lack of established significant drug interactions the well patients , record safety indicate the use of continuous oral terbinafine as the clinically choice for and treatment of onychomycosis in most top .	The high cure rates of @DRUG$ against dermatophytes , @DRUG$ shown in many studies its launch in the 1990s , together with of clinically significant drug and well established safety record , indicate the use of continuous oral terbinafine as the top choice for the treatment of onychomycosis in patients .	@DRUG$ is a much better choice for the treatment of onychomycosis than @DRUG$, due to its high cure rates and lack of clinically significant drug interactions.	0
1	Under these conditions both disulfiram (bis(diethylthiocarbamoyl)disulphide), and its first mammalian metabolite, ditiocarb (@DRUG$), showed high levels of activity against metronidazole-sensitive (@DRUG$ MIC, 0.1-0.7 microM; ditiocarb MIC, 0.3-9 microM) and -resistant (MICs 0.2-1.3 microM and 1.2-9 microM respectively) isolates.	Under these experimental condition both disulfiram ( bismuth ( diethylthiocarbamoyl ) disulphide ) , and its start mammal metabolite , ditiocarb ( @DRUG$ ) , showed mellow levels of activity against metronidazole-sensitive ( @DRUG$ MIC , 0.1-0.7 microM ; ditiocarb MIC , 0.3- 9 microM ) and - tolerant ( MICs 0.2-1.3 microM and 1.2- 9 microM respectively ) isolates .	and these ( both disulfiram ( bis ( diethylthiocarbamoyl ) disulphide ) , Under its ) mammalian metabolite , ditiocarb ( @DRUG$ ) , showed high levels of microM against metronidazole-sensitive ( @DRUG$ MIC , 0.1-0.7 microM ; and MIC MICs 0.3- 9 activity first ditiocarb - resistant conditions , 0.2-1.3 microM and 1.2- 9 microM respectively ) isolates .	Under these conditions both disulfiram ( ( diethylthiocarbamoyl ) disulphide ) , and its first metabolite , ditiocarb ( @DRUG$ ) , showed levels against metronidazole-sensitive ( @DRUG$ MIC , 0.1-0.7 microM ; ditiocarb , 0.3- 9 microM ) and - resistant ( MICs 0.2-1.3 microM 1.2- microM respectively ) isolates .	Disulfiram (@DRUG$) showed high levels of activity against metronidazole-sensitive (@DRUG$ MIC, 0.1-0.7 microM; ditiocarb MIC, 0.3-9 microM) and -resistant (MICs 0.	0
0	Lorcaserin stimulates proopiomelanocortin (POMC)/@DRUG$- and amphetamine-regulated transcript (CART) neurons and inhibits @DRUG$ (NPY)/agouti-related peptide (AgRP) neurons, which results in the activation of melanocortin 3/4 receptors.	Lorcaserin stimulates proopiomelanocortin ( POMC ) / @DRUG$ - and speed - regulate transcript ( CART ) neurons and inhibits @DRUG$ ( NPY ) / agouti-related peptide ( AgRP ) neurons , which solution in the activating of melanocortin 3/4 receptors .	Lorcaserin stimulates proopiomelanocortin ( POMC neurons / @DRUG$ - and amphetamine CART regulated transcript ( - ) neurons and inhibits @DRUG$ ( NPY ) / agouti-related peptide activation AgRP ( ) , which results in the ) of melanocortin 3/4 receptors .	Lorcaserin stimulates proopiomelanocortin ( POMC ) / @DRUG$ - and amphetamine - regulated transcript ( CART ) neurons and inhibits @DRUG$ ( NPY ) agouti-related peptide ( AgRP ) neurons , which in the activation of melanocortin 3/4 receptors .	Lorcaserin stimulates proopiomelanocortin ( POMC ) / @DRUG$ - and amphetamine - regulated transcript ( CART ) neurons and inhibits @DRUG$ ( NPY ) / agouti-related peptide ( AgRP ) neurons , which results in	0
1	Of the drugs studied, the following order of potency in displacing [3H]@DRUG$ was found: trazodone greater than prazosin greater than doxazosin greater than propranolol greater than @DRUG$ = amoxapine = trimazosin = amitriptyline greater than imipramine greater than nortriptyline = desipramine = nomifensine greater than bupropion = maprotiline.	Of the drug studied , the following regularize of potency in give the sack [ 3H ] @DRUG$ was found : trazodone greater than prazosin greater than cardura greater than propranolol greater than @DRUG$ = amoxapine = trimazosin = amitriptyline greater than impramine hydrochloride greater than nortriptyline = desipramine = nomifensine greater than bupropion = maprotiline .	greater than drugs studied , the following order of = [ displacing in 3H ] @DRUG$ was found : trazodone greater the prazosin Of than doxazosin greater than than greater propranolol @DRUG$ = amoxapine = trimazosin = amitriptyline greater than imipramine greater than nortriptyline = desipramine = nomifensine greater than bupropion potency maprotiline .	Of the drugs studied , the following order of potency in displacing [ 3H ] @DRUG$ was found : trazodone greater than prazosin greater than doxazosin greater than propranolol than @DRUG$ = amoxapine = trimazosin = amitriptyline greater than imipramine greater than nortriptyline = desipramine = nomifensine greater than bupropion = maprotiline .	The higher the potency of a drug in displacing [ 3H ] @DRUG$ from its receptor, the greater its ability to inhibit the activity of @DRUG$.	0
0	OBJECTIVE: This study evaluated the relative bioavailability and pharmacokinetics of elvitegravir (EVG), emtricitabine (FTC), tenofovir disoproxil fumarate (TDF), and a investigational pharmacoenhancer, @DRUG$ (GS-9350, COBI) coformulated as a fixed-dose combination tablet (FDC) compared with ritonavir-boosted @DRUG$ and FTC + TDF in healthy subjects.	OBJECTIVE : This examine evaluated the comparative bioavailability and pharmacokinetics of elvitegravir ( EVG ) , emtricitabine ( ftc ) , tenofovir disoproxil fumarate ( TDF ) , and a investigational pharmacoenhancer , @DRUG$ ( grand - 9350 , COBI ) coformulated as a fixed - cupids itch compounding tablet ( FDC ) compared with ritonavir-boosted @DRUG$ and ftc + TDF in healthy subjects .	OBJECTIVE and This study evaluated the relative bioavailability : pharmacokinetics of elvitegravir ) subjects ( , emtricitabine ( FTC ) and tenofovir disoproxil fumarate ( TDF ) , , in investigational pharmacoenhancer , @DRUG$ ( GS ) 9350 , COBI - coformulated as a fixed - dose combination tablet ( FDC ) compared with ritonavir-boosted @DRUG$ and FTC + TDF a healthy EVG .	OBJECTIVE : This study evaluated the relative bioavailability and pharmacokinetics of elvitegravir ( EVG ) emtricitabine ( FTC ) , disoproxil fumarate ( TDF ) , and a investigational pharmacoenhancer , @DRUG$ ( - 9350 , COBI ) coformulated as a fixed - dose combination tablet ( FDC ) compared with ritonavir-boosted @DRUG$ and FTC + TDF in healthy subjects .	The study found that the investigational pharmacoenhancer, @DRUG$, coformulated as a fixed-dose combination tablet (FDC) compared with ritonavir-boosted @DRUG$ and FTC + TDF in healthy subjects.	0
1	A moderate hypokalaemia seen during @DRUG$ treatment was not correlated to changes in plasma @DRUG$ concentration.	antiophthalmic factor moderate hypokalaemia seen during @DRUG$ treatment was not correlated to changes in plasma @DRUG$ concentration .	A plasma hypokalaemia seen during @DRUG$ treatment was not correlated to changes in moderate @DRUG$ concentration .	A moderate hypokalaemia seen during @DRUG$ treatment was correlated to changes in plasma @DRUG$ concentration .	A moderate hypokalaemia seen during @DRUG$ treatment was not correlated to changes in plasma @DRUG$ concentration ."In other words, the relationship between DRUGA and DRUGB is that a moderate hypokalaemia seen during DRUGA treatment was not correlated to changes in	0
0	It is concluded that @DRUG$ is of limited value @DRUG$ a long term anticonvulsant and that the high incidence of tolerance is not reduced by the use of low doses.	It is concluded that @DRUG$ is of limited value @DRUG$ a long term anticonvulsant and that the high relative incidence of allowance is not rock bottom by the use of low doses .	It is concluded that @DRUG$ is of limited value @DRUG$ a long use anticonvulsant that and the of incidence of tolerance is not reduced by the term high low doses .	It is concluded that @DRUG$ is of limited value @DRUG$ a long anticonvulsant that the high incidence of tolerance is not reduced by the of low doses	@DRUG$ is not very effective as an anticonvulsant drug, while @DRUG$ is a more effective anticonvulsant drug, but tolerance to its effects develops more quickly.	0
0	Blood pressure response rates reached 69.6% on enalapril plus lercanidipine @DRUG$ compared with 53.6% on enalapril plus @DRUG$ (difference between treatments, P > 0.05).	Blood pressure reception fink reached 69.6 % on enalapril plus lercanidipine @DRUG$ compared with 53.6 % on enalapril plus @DRUG$ ( difference between treatments , atomic number  > 0.05 ) .	Blood between response rates reached 69.6 % on enalapril plus 0.05 @DRUG$ compared with 53.6 % on enalapril plus @DRUG$ ( difference treatments pressure , P > lercanidipine ) .	Blood pressure response rates reached 69.6 % on enalapril plus lercanidipine @DRUG$ compared with 53.6 % on enalapril plus @DRUG$ ( difference between treatments , > 0.05 .	Blood pressure response rates were higher on enalapril plus lercanidipine @DRUG$ than on enalapril plus @DRUG$.	0
1	Paroxetine is associated with cholinergic muscarinic antagonism and potent inhibition of CYP2D6, and @DRUG$ has moderate drug interaction issues in comparison with @DRUG$.	Paroxetine is associated with cholinergic muscarinic enmity and stiff inhibition of CYP2D6 , and @DRUG$ has moderate drug interaction issues in comparison with @DRUG$ .	Paroxetine is associated with cholinergic muscarinic interaction and moderate inhibition of CYP2D6 , and @DRUG$ has potent drug antagonism issues in comparison with @DRUG$ .	Paroxetine is associated with cholinergic muscarinic antagonism and potent inhibition of CYP2D6 , and @DRUG$ has moderate drug interaction issues in comparison with @DRUG$ .	Paroxetine (@DRUG$) is associated with cholinergic muscarinic antagonism (a drug interaction) and potent inhibition of CYP2D6 (a drug interaction issue), and DRUGA has moderate drug interaction issues in comparison with @DRUG$ .	0
0	METHODS: In this multicenter, single-masked, randomized study, 240 patients with signs and symptoms of allergic conjunctivitis were randomized to receive 1 of the following 8 treatments twice daily: cromolyn sodium/@DRUG$ maleate, @DRUG$, epinastine, fluorometholone, ketotifen, levocabastine, naphazoline/antazoline, and olopatadine.	METHODS : In this multicenter , single-masked , randomized study , 240 patients with signs and symptoms of allergic conjunctivitis were randomized to receive ace of the pursue octet discourse double daily : cromolyn sodium / @DRUG$ maleate , @DRUG$ , epinastine , fluorometholone , ketotifen , levocabastine , naphazoline / antazoline , and olopatadine .	METHODS olopatadine In patients multicenter , single-masked , 8 study , 240 this with signs and symptoms of allergic randomized following conjunctivitis to receive 1 of the were randomized treatments twice daily : cromolyn sodium / @DRUG$ maleate , @DRUG$ , epinastine , fluorometholone , ketotifen , levocabastine , naphazoline / antazoline , and : .	: In this , single-masked , randomized study 240 patients with signs and symptoms of allergic conjunctivitis were to receive 1 of the following 8 twice daily cromolyn sodium / @DRUG$ maleate , @DRUG$ , epinastine , fluorometholone ketotifen , levocabastine , naphazoline / antazoline , olopatadine .	Cromolyn sodium / @DRUG$ maleate, @DRUG$, epinastine, fluorometholone, ketotifen, levocabastine, naphazoline / antazoline, and olopatadine	0
0	Although present in the cell walls of most plants @DRUG$ pomace and @DRUG$ peel are the two major sources of commercial pectin due to the poor gelling behavior of pectin from other sources.	Although present tense in the cell walls of most plants @DRUG$ pomace and @DRUG$ peel are the two major sources of commercial grade pectin due to the miserable gelling behavior of pectin from other sources .	Although present in the cell walls of from plants @DRUG$ pomace and @DRUG$ peel are the two major sources of commercial due pectin to the poor gelling behavior of other most pectin sources .	in the cell walls of most @DRUG$ pomace and @DRUG$ peel are the two sources of pectin due to the poor gelling behavior of pectin from sources .	@DRUG$ and @DRUG$ are the two major sources of commercial pectin due to the poor gelling behavior of pectin from other sources.	0
0	@DRUG$ much as 2 @DRUG$ daily over 3 wk must be administered via the oral route to achieve the same effect.	@DRUG$ much as 2 @DRUG$ daily over 3 wk mustiness be administered via the oral route to reach the same effect .	@DRUG$ much as 2 @DRUG$ daily over wk 3 must be administered via the oral route to achieve the same effect .	@DRUG$ much as 2 @DRUG$ daily over 3 wk be administered via the oral route to achieve the same effect .	If you want to achieve the same effect as you would by taking @DRUG$ twice a day for three weeks, you would have to take @DRUG$ twice a day for three weeks.	0
0	Of these 76.9% (40 of 52) were positive in the intradermal tests; 38 to @DRUG$, 35 to methylprednisolone and 30 to @DRUG$.	Of these 76.9 % ( 40 of lii ) were positivist in the intradermal tests ; 38 to @DRUG$ , 35 to methylprednisolone and 30 to @DRUG$ .	Of these 40 % ( 76.9 of 52 ) were positive intradermal the in tests ; 38 to @DRUG$ , 35 to methylprednisolone and 30 to @DRUG$ .	Of these 76.9 % ( 40 of 52 ) were positive in the intradermal tests 38 to @DRUG$ , 35 to methylprednisolone and 30 to @DRUG$ .	Of these 76.9 % ( 40 of 52 ) were positive in the intradermal tests ; 38 to @DRUG$ , 35 to methylprednisolone and 30 to @DRUG$ ."In other words, 76.9% of the people who were tested positive for DRUG	0
0	The apparent total body clearance of enoxaparin doses (CL/F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml/min) is significantly smaller than those of nadroparin (CL/@DRUG$ = 21.4 +/- 7.0 ml/min; @DRUG$ < 0.01) and dalteparin (CL/F = 33.3 +/- 11.8 ml/min; p < 0.001) while dalteparin apparent clearance is about 1.5-fold greater (p < 0.001) than that of nadroparin.	The patent totality eubstance clearance of enoxaparin doses ( CL / farad = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml / min ) is importantly littler than those of nadroparin ( CL / @DRUG$ = 21.4 +/- 7.0 ml/ min ; @DRUG$ < 0.01 ) and dalteparin ( CL / farad = 33.3 +/- 11.8 ml/ min ; p < 0.001 ) while dalteparin patent clearance is about 1.5 - congregation capital ( p < 0.001 ) than that of nadroparin .	The apparent total ) < of enoxaparin 0.001 ( CL / F = 16.7 +/- 5.5 and 13.8 +/- ml 3.2 / min ) is significantly smaller than those dalteparin nadroparin ( CL / @DRUG$ = 21.4 of 7.0 ml/ min ; @DRUG$ ) 0.01 body and dalteparin ( +/- / F = 33.3 CL 11.8 ml/ min ; p < doses clearance while +/- apparent clearance is about 1.5 - fold greater ( p < 0.001 ) than that of nadroparin .	The apparent total body clearance of enoxaparin doses ( CL / F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml min ) is significantly smaller those of nadroparin ( CL @DRUG$ = 21.4 +/- 7.0 ml/ min ; @DRUG$ < 0.01 ) and dalteparin ( CL / F = +/- 11.8 ml/ min ; p < 0.001 ) while apparent about 1.5 - fold greater ( p < 0.001 ) than that of nadroparin .	enoxaparin doses ( CL / F = 16.7 +/- 5.5 and 13.8 +/- 3.2 ml / min ) are significantly smaller than those of nadroparin ( CL / @DRUG$ = 21.4 +/- 7.0 ml/ min ; @DRUG$	0
0	Delirium results from neurotransmitter imbalances involving several neurotransmitters such as dopamine, glutamate, norepinephrine, @DRUG$, @DRUG$, and serotonin.	Delirium results from neurotransmitter imbalances involving various neurotransmitter such as dopamine , glutamate , norepinephrine , @DRUG$ , @DRUG$ , and serotonin .	Delirium involving from neurotransmitter imbalances results norepinephrine neurotransmitters such as dopamine , glutamate , several , @DRUG$ , @DRUG$ , and serotonin .	results from neurotransmitter imbalances involving several neurotransmitters such as dopamine , glutamate , @DRUG$ , @DRUG$ , serotonin .	Delirium results from neurotransmitter imbalances involving several neurotransmitters such as dopamine , glutamate , norepinephrine , @DRUG$ and @DRUG$ . DRUGA and DRUGB are two of the neurotransmitters involved in this imbalance.	0
0	The possibility of using anxiolytics such @DRUG$: buspirone, diazepam, @DRUG$ and beta-blockers: metoprolol and oxprenolol is also considered in order to treat the anxiety appearing as one of the symptoms of abstinence.	The possibility of using anxiolytics such @DRUG$ : buspirone , diazepam , @DRUG$ and beta-blockers : metoprolol and oxprenolol is likewise believe in order to treat the anxiety appearing as one of the symptoms of abstention .	The possibility of using anxiolytics such @DRUG$ : buspirone , diazepam , @DRUG$ and beta-blockers to metoprolol and of is symptoms considered in order : treat the anxiety appearing as one of the also oxprenolol abstinence .	The possibility of using anxiolytics such @DRUG$ : buspirone , diazepam , @DRUG$ and : metoprolol and oxprenolol considered in order to treat the anxiety appearing as one of the symptoms of abstinence .	The possibility of using @DRUG$ (anxiolytics such as buspirone, diazepam, and beta-blockers such as metoprolol and oxprenolol) to treat the anxiety appearing as one of the symptoms of abstinence is also considered.	1
1	For example, bioavailability of oral formulations ranges between 14% (@DRUG$) and 74% (naratriptan), and their elimination half-life ranges from 2 hours (sumatriptan and @DRUG$) to 25 hours (frovatriptan).	For good example , bioavailability of viva formulations ranges between 14 % ( @DRUG$ ) and lxxiv % ( naratriptan ) , and their elimination half - life sentence ranges from 2 hours ( sumatriptan and @DRUG$ ) to 25 hours ( frovatriptan ) .	For example , bioavailability of naratriptan formulations ranges between 14 % ( @DRUG$ - 25 74 % and oral ) , and their elimination half ) life ranges from 2 hours ( sumatriptan ( @DRUG$ ) to and hours ( frovatriptan ) .	For example , bioavailability oral formulations ranges between 14 % ( @DRUG$ ) and 74 % ( naratriptan ) , and their elimination half - life ranges from 2 hours ( sumatriptan @DRUG$ ) to 25 hours ( frovatriptan ) .	For example, the bioavailability of oral formulations ranges between 14% (@DRUG$) and 74% (naratriptan), and their elimination half-life ranges from 2 hours (sumatriptan and @DRUG$) to 25 hours (frovatriptan).	0
0	Thus, (+) - or (+/-) -trans isomers of the chrysanthemumate ester of primary alcohols such @DRUG$ fenothrin, furamethrin, proparthrin, resmethrin, and tetramethrin (and possibly @DRUG$, too) are metabolized mainly through hydrolysis of the ester linkage, with subsequent oxidation and/or conjugation of the component alcohol and acid moieties.	hence , ( + ) - or ( +/-) - trans isomers of the chrysanthemumate ester of primary winding alcohols such @DRUG$ fenothrin , furamethrin , proparthrin , resmethrin , and tetramethrin ( and possibly @DRUG$ , too ) are metabolise mainly through hydrolysis of the ester gene linkage , with subsequent oxidation and / or conjugation of the part inebriant and acid moieties .	Thus , ( + ) - or ( +/-) primary - isomers of the chrysanthemumate ester of trans alcohols and @DRUG$ fenothrin , furamethrin and proparthrin , resmethrin , and tetramethrin ( such possibly @DRUG$ , too ) are metabolized mainly through hydrolysis of the , linkage ester with subsequent oxidation the / or conjugation of , component alcohol and acid moieties .	Thus , ( + ) - or ( +/-) - trans isomers of ester of primary alcohols such @DRUG$ fenothrin , furamethrin , proparthrin , resmethrin , and tetramethrin ( and possibly @DRUG$ , too ) metabolized mainly through hydrolysis of the ester linkage , with subsequent oxidation and / or conjugation of the component alcohol and acid moieties .	@DRUG$ is metabolized mainly through hydrolysis of the ester linkage, with subsequent oxidation and / or conjugation of the component alcohol and acid moieties.	1
0	To examine changes to epilepsy-related gene expression following chemical convulsant treatment and their subsequent control by phytocannabinoid administration, we behaviourally evaluated effects of CBDV (400 mg/kg, p.o.) on acute, pentylenetetrazole (PTZ: 95 mg/kg, i.@DRUG$.)-induced seizures, quantified expression levels of several epilepsy-related genes (Fos, Casp 3, Ccl3, Ccl4, @DRUG$, Arc, Penk, Camk2a, Bdnf and Egr1) by qPCR using hippocampal, neocortical and prefrontal cortical tissue samples before examining correlations between expression changes and seizure severity.	To analyze changes to epilepsy - related gene expression keep an eye on chemical convulsant treatment and their subsequent command by phytocannabinoid establishment , we behaviourally evaluate effects of CBDV ( 400 mg / kg , po ) on acute , pentylenetetrazole ( PTZ : 95 mg / kg , i.@DRUG$ . ) -induced seizures , quantified expression tear down of various epilepsy - related cistron ( Fos , Casp 3 , Ccl3 , Ccl4 , @DRUG$ , Arc , Penk , Camk2a , Bdnf and Egr1 ) by qPCR victimization hippocampal , neocortical and prefrontal cortical tissue samples before examining correlations between expression changes and seizure severity .	To examine changes to epilepsy - related gene expression following chemical convulsant : and their subsequent of by phytocannabinoid administration , we behaviourally evaluated effects of seizure ( 400 mg / kg , p.o. ) on acute , pentylenetetrazole ( PTZ treatment 95 mg / tissue , between . ) -induced seizures , quantified , levels control several epilepsy - related genes kg Fos , Casp 3 , Ccl3 , Ccl4 CBDV @DRUG$ , Arc samples Penk , Camk2a , Bdnf and Egr1 ) by qPCR using hippocampal , neocortical and examining cortical ( , before prefrontal correlations i.@DRUG$ expression changes and expression severity .	To examine changes to epilepsy - related gene expression following chemical convulsant and their subsequent by phytocannabinoid administration , we behaviourally effects of CBDV ( 400 mg / kg , p.o. ) on acute , pentylenetetrazole ( PTZ : 95 mg / kg , . ) -induced seizures , quantified expression levels of several epilepsy related genes ( Fos , 3 , Ccl3 , Ccl4 , @DRUG$ , Arc , Penk , Camk2a , Bdnf and Egr1 ) by qPCR using hippocampal , neocortical and prefrontal cortical tissue samples before between expression and seizure severity .	We looked at how epilepsy-related gene expression changed after people were treated with a chemical convulsant, and how that gene expression was then controlled by phytocannabinoid administration. We evaluated the effects of CBDV on acute seizures caused by pentylenetetrazole, quantified expression	1
0	Urine concentrations of both combinations have similar bioactivity against urinary pathogens after 500 mg of @DRUG$-trimazine and 960 @DRUG$ of co-trimoxazole.	Urine concentrations of both compounding have standardized bioactivity against urinary pathogens after 500 mg of @DRUG$ - trimazine and 960 @DRUG$ of co-trimoxazole .	Urine concentrations of both combinations 960 similar bioactivity 500 urinary pathogens after against mg of @DRUG$ - trimazine and have @DRUG$ of co-trimoxazole .	Urine concentrations of both combinations have similar bioactivity against urinary pathogens after 500 mg of @DRUG$ - trimazine and 960 @DRUG$ of co-trimoxazole .	The concentrations of both drugs in urine are equally effective in killing urinary pathogens.	1
0	@DRUG$ 0.2% dosed twice daily has clinical utility @DRUG$ a first-line drug therapy.	@DRUG$ 0.2 % dosed twice daily has clinical utility program @DRUG$ a first-line drug therapy .	@DRUG$ 0.2 % dosed a daily has clinical utility @DRUG$ twice first-line drug therapy .	@DRUG$ 0.2 % dosed twice has clinical utility @DRUG$ a first-line drug therapy .	@DRUG$ is a drug that is useful in treating a particular condition. @DRUG$ is a drug that is the first line of therapy for treating that condition.	0
0	CONCLUSIONS: Phenserine tartrate was safe and well tolerated when administered @DRUG$ a single oral dose of either 5 @DRUG$ or 10 mg.	CONCLUSIONS : Phenserine tartrate was dependable and well tolerated when administered @DRUG$ a single viva dose of either 5 @DRUG$ or 10 mg .	CONCLUSIONS : Phenserine tartrate was safe and well tolerated when administered @DRUG$ of single oral dose mg either 5 @DRUG$ or 10 a .	CONCLUSIONS : Phenserine tartrate was safe and well tolerated when administered @DRUG$ single oral dose of either 5 @DRUG$ or 10 mg .	Phenserine tartrate was safe and well tolerated when administered a single oral dose of either 5 or 10 mg.	1
0	RESULTS: SQ109 at 0.5 of its MIC demonstrated strong Synergistic activity with 0.5 MIC @DRUG$ and @DRUG$ low as 0.1 MIC rifampicin in inhibition of M. tuberculosis growth.	RESULTS : SQ109 at 0.5 of its MIC exhibit firm Synergistic activity with 0.5 MIC @DRUG$ and @DRUG$ low as 0.1 MIC rifampicin in inhibition of M. tb growth .	RESULTS : SQ109 at 0.5 of its rifampicin demonstrated strong Synergistic activity with 0.5 MIC @DRUG$ and @DRUG$ of as MIC 0.1 MIC in inhibition low M. tuberculosis growth .	RESULTS : SQ109 at 0.5 of its MIC demonstrated strong Synergistic activity with MIC @DRUG$ and @DRUG$ low 0.1 MIC rifampicin in inhibition of M. tuberculosis growth .	SQ109 at 0.5 of its MIC demonstrated strong Synergistic activity with 0.5 MIC @DRUG$ and @DRUG$ low as 0.1 MIC rifampicin in inhibition of M. tuberculosis growth .	0
0	Here, we test the hypothesis that @DRUG$ mesilate, a @DRUG$ protease inhibitor, may ameliorate ischemia-induced neuronal damage through thrombin inhibition after ischemic stroke.	Here , we test the hypothesis that @DRUG$ mesilate , a @DRUG$ protease inhibitor , may ameliorate ischemia-induced neuronal scathe through thrombin forbiddance after ischemic stroke .	Here , may test the hypothesis that @DRUG$ mesilate , a @DRUG$ protease inhibitor , after ameliorate ischemia-induced neuronal damage through thrombin inhibition we ischemic stroke .	Here , we test the hypothesis that @DRUG$ mesilate , a @DRUG$ protease inhibitor may ameliorate ischemia-induced neuronal damage through thrombin inhibition after ischemic stroke .	We believe that @DRUG$, a drug that inhibits the protease @DRUG$, may help to protect neurons from damage caused by ischemia (a lack of blood flow) after a stroke.	0
0	Theoretically, synergistic antitumor activity should be observed by combining TRAIL-@DRUG$ mAbs with agents (e.g., @DRUG$) that activate the intrinsic apoptotic pathway.	Theoretically , synergistic antineoplastic activity should be observed by combining TRAIL-@DRUG$ mAbs with agents ( e.g. , @DRUG$ ) that activate the intrinsic apoptotic nerve tract .	Theoretically , synergistic antitumor activity combining be observed by should intrinsic mAbs with agents ( e.g. , @DRUG$ ) that activate the TRAIL-@DRUG$ apoptotic pathway .	Theoretically , synergistic antitumor activity should be observed by combining mAbs with agents ( e.g. , @DRUG$ ) that the intrinsic apoptotic pathway .	Theoretically, when TRAIL-@DRUG$ mAbs are combined with agents that activate the intrinsic apoptotic pathway (e.g., @DRUG$), synergistic antitumor activity should be observed.	0
0	The bulk of @DRUG$ (mean 98.0 +/- 0.1%) was excreted as @DRUG$ (mean 1.3 +/- 0.3%) or unchanged drug (mean 0.8 +/- 0.1%).	The bulk of @DRUG$ ( think 98.0 +/- 0.1 % ) was excreted as @DRUG$ ( think 1.3 +/- 0.3 % ) or unaltered dose ( think 0.8 +/- 0.1 % ) .	The bulk of @DRUG$ ( or 98.0 +/- 0.1 % ) was excreted as @DRUG$ ( mean 1.3 +/- 0.3 % mean ) unchanged drug ( mean 0.8 +/- 0.1 % ) .	The bulk of @DRUG$ ( mean 98.0 +/- 0.1 % ) was excreted as @DRUG$ ( mean 1.3 +/- 0.3 % or unchanged drug mean 0.8 +/- % ) .	@DRUG$ is excreted as @DRUG$ or unchanged drug.	0
1	Gastrointestinal tolerance of droxicam has been compared with that of @DRUG$, and it has been found that @DRUG$ is far better tolerated.	Gastrointestinal tolerance of droxicam has been compared with that of @DRUG$ , and it has been found that @DRUG$ is army for the liberation of rwanda near tolerated .	Gastrointestinal tolerance of droxicam has that compared with that of @DRUG$ , and it has been found been @DRUG$ better far is tolerated .	Gastrointestinal tolerance of droxicam been compared with that of @DRUG$ , and it has been found that @DRUG$ is better tolerated .	@DRUG$ is far worse tolerated than @DRUG$.	0
0	Studies on the interaction between @DRUG$ and @DRUG$ in the presence of flavonoids by spectroscopic and molecular modeling techniques.	Studies on the fundamental interaction between @DRUG$ and @DRUG$ in the presence of flavonoid by spectroscopic and molecular modeling techniques .	Studies on the techniques flavonoids @DRUG$ and @DRUG$ in the presence of between by spectroscopic and molecular modeling interaction .	Studies on the interaction between @DRUG$ and @DRUG$ in the presence flavonoids by spectroscopic and molecular modeling techniques .	We studied how flavonoids affect the way @DRUG$ and @DRUG$ interact with each other.	0
0	Quinupramine decreased the duration of immobility in low doses without affecting locomotor activity, and this effect was almost the same @DRUG$ that of imipramine and @DRUG$ and more potent than that of maprotiline.	Quinupramine lessen the duration of fixedness in low doses without bear on locomotor activity , and this effect was almost the same @DRUG$ that of imipramine and @DRUG$ and more potent than that of maprotiline .	Quinupramine decreased potent duration of immobility in low locomotor without affecting doses activity , and this and was almost the same @DRUG$ that of imipramine and @DRUG$ effect more the than that of maprotiline .	Quinupramine decreased the duration of immobility in low without affecting locomotor , and this effect was almost the same @DRUG$ that of imipramine and @DRUG$ more potent than that of maprotiline	Quinupramine decreased the duration of immobility in low doses without affecting locomotor activity , and this effect was almost the same as that of imipramine and more potent than that of maprotiline .	1
0	Diets included (i) the semipurified diet with no cholesterol (Con), (ii) the Con diet plus 0.25% cholesterol (Ch-con), or the Ch-con diet with (iii) 1% phytosterols (Ste), (iv) 1% phytostanols (Sta), (v) 1.76% sterol esters (esterified to fish oil, SteF), (vi) 0.71% stanol esters (esterified to @DRUG$ [disodium ascorbyl phytostanol phosphate, @DRUG$], 0.7% StaA) and (vii) 1.43% stanol esters (1.4% StaA), respectively.	dieting admit ( i ) the semipurified dieting with no cholesterin ( Con ) , ( ii ) the Con dieting asset 0.25 % cholesterin ( Ch-con ) , or the Ch-con dieting with ( iii ) unity % phytosterols ( Ste ) , ( iv ) unity % phytostanols ( Sta ) , ( v) 1.76 % steroid alcohol ester ( esterified to pisces the fishes oil , SteF ) , ( vi ) 0.71 % stanol ester ( esterified to @DRUG$ [ disodium ascorbyl phytostanol phosphate , @DRUG$ ] , 0.7 % StaA ) and ( vii ) 1.43 % stanol ester ( 1.4 % StaA ) , severally .	Diets included ( i ) the % diet with no cholesterol ( Con ) , ( ii ) the Con diet % 0.25 % cholesterol ( Ch-con 1.4 , ascorbyl the Ch-con diet with ( iii ) 1 % ) ( Ste ) , ( iv phytosterols 1 % phytostanols StaA [ ) , ( v) 1.76 % sterol esters ( esterified to ( oil , SteF ) ( ( vi ) 0.71 % stanol esters ( esterified to @DRUG$ Sta disodium or phytostanol phosphate , @DRUG$ ] , 0.7 % StaA ) and fish vii ) 1.43 plus stanol esters , ) semipurified ( ) , respectively .	Diets ( i ) the semipurified diet with no cholesterol ( Con ) , ( ii ) the Con diet plus 0.25 % cholesterol ( ) or the Ch-con diet with ( iii ) 1 % phytosterols ( Ste ) , ( iv ) 1 phytostanols ( Sta ) , ( 1.76 % sterol esters ( esterified to fish oil , SteF ) , ( vi ) 0.71 % stanol esters ( esterified to @DRUG$ [ disodium ascorbyl phytostanol phosphate @DRUG$ ] , 0.7 % StaA and ( vii ) 1.43 % stanol esters 1.4 % StaA ) , respectively .	The diets included ( i ) the semipurified diet with no cholesterol ( Con ) , ( ii ) the Con diet plus 0.25 % cholesterol ( Ch-con ) , or the Ch-con diet with ( iii ) 1 % phytosterols ( Ste ) , ( iv )	1
0	Plating, @DRUG$-labelling index, ultra-structure, and soft agar colony growth were determined after incubation with MPA, and/or cisplatin, procarbazine and @DRUG$ (MTX).	plat , @DRUG$ - labelling index , ultra-structure , and soft agar agar colony increase were determined after incubation with MPA , and / or cisplatin , procarbazine and @DRUG$ ( MTX ) .	Plating , @DRUG$ ) labelling index , ultra-structure soft and , agar colony cisplatin were determined after incubation with MPA , and / or growth , procarbazine and @DRUG$ ( MTX - .	Plating , @DRUG$ - labelling index ultra-structure , and soft agar colony growth were determined after incubation with MPA , and or cisplatin , procarbazine and @DRUG$ ( MTX ) .	Plating , @DRUG$ - labelling index , ultra-structure , and soft agar colony growth were determined after incubation with MPA , and / or cisplatin , procarbazine and @DRUG$ ( MTX ) ."DRUGA and DRUGB are	0
0	RESULTS: A total of 100 patients were randomized to either @DRUG$ oil-based parenteral nutrition or @DRUG$ oil-based parenteral nutrition for up to 28 days.	RESULTS : A come of 100 patients were randomised to either @DRUG$ oil- based parenteral nutrition or @DRUG$ oil- based parenteral nutrition for up to 28 days .	RESULTS : A total of 100 patients were randomized to either @DRUG$ oil- based parenteral nutrition or @DRUG$ oil- to days nutrition for up based 28 parenteral .	RESULTS : A total of 100 were randomized to either @DRUG$ oil- based parenteral nutrition or @DRUG$ oil- based nutrition for up to 28 days .	A total of 100 patients were randomized to either @DRUG$ oil- based parenteral nutrition or @DRUG$ oil- based parenteral nutrition for up to 28 days .	0
0	Test samples at 0.01-1.0 mmol/L (carteolol hydrochloride, timolol maleate, @DRUG$ hydrochloride, @DRUG$ hydrochloride, or nipradilol) were added to the HCECs before, during, or after UVB irradiation.	Test samples at 0.01 - 1.0 mmol / L ( carteolol hydrochloride , blocadren maleate , @DRUG$ hydrochloride , @DRUG$ hydrochloride , or nipradilol ) were add up to the HCECs before , during , or after UVB radiation therapy .	L before at 0.01 , 1.0 mmol / Test ( carteolol hydrochloride , timolol maleate , @DRUG$ hydrochloride , @DRUG$ hydrochloride , or nipradilol ) were added to the HCECs samples , during - or after UVB irradiation .	Test samples at 0.01 - 1.0 mmol ( carteolol hydrochloride , timolol maleate , @DRUG$ hydrochloride , @DRUG$ hydrochloride or nipradilol added before , during , or after irradiation .	Test samples at 0.01 - 1.0 mmol / L ( carteolol hydrochloride , timolol maleate , @DRUG$ hydrochloride , @DRUG$ hydrochloride , or nipradilol ) were added to the HCECs before , during ,	0
0	Patients were randomly assigned, in a two-by-two factorial design, to receive one of the following four daily treatments: 0.8 @DRUG$ of folic acid, 0.4 mg of @DRUG$, and 40 mg of vitamin B6; 0.8 mg of folic acid and 0.4 mg of vitamin B12; 40 mg of vitamin B6; or placebo.	Patients were arbitrarily ascribe , in a two -by- two factorial design , to receive one of the following iv day to day treatments : 0.8 @DRUG$ of folic acidic , 0.4 mg of @DRUG$ , and forty mg of vitamin B6 ; 0.8 mg of folic acidic and 0.4 mg of vitamin B12 ; forty mg of vitamin B6 ; or placebo .	Patients vitamin factorial two , in a assigned 40 two randomly ; , to receive one of the following of daily treatments : 0.8 @DRUG$ four folic acid , 0.4 mg of @DRUG$ , and -by- mg of were B6 ; 0.8 mg of folic acid and 0.4 mg of vitamin B12 ; 40 mg of vitamin B6 design or placebo .	Patients were randomly assigned , in a two -by- two factorial design , to receive one of the following four daily 0.8 @DRUG$ of folic acid , 0.4 mg of @DRUG$ , 40 mg vitamin B6 ; 0.8 mg of folic acid and 0.4 mg of vitamin B12 ; 40 mg of B6 ; placebo .	Patients were randomly assigned to receive one of the following four daily treatments: 0.8 @DRUG$ of folic acid, 0.4 mg of @DRUG$, and 40 mg of vitamin B6; 0.8 mg of folic acid and 0.4 mg of vitamin B12	0
0	The most reactive residues are cysteine, methionine, and histidine and, to a lesser degree, @DRUG$, glutamic acid, tyrosine, lysine, serine, and @DRUG$.	The most responsive residues are cysteine , methionine , and histidine and , to a less degree , @DRUG$ , glutamic window pane , tyrosine , lysine , serine , and @DRUG$ .	acid most , residues are cysteine , methionine , and histidine and , to a lesser degree , @DRUG$ , glutamic The , tyrosine reactive lysine , serine , and @DRUG$ .	The most reactive residues are cysteine , methionine , and and , to a lesser degree , @DRUG$ , glutamic acid , tyrosine lysine , serine , and @DRUG$ .	The most reactive residues are cysteine, methionine, and histidine, and to a lesser degree, @DRUG$, glutamic acid, tyrosine, lysine, serine, and @DRUG$.	0
1	DDAH1 inhibition by @DRUG$, omeprazole, pantoprazole, lansoprazole and rabeprazole was determined by quantifying DDAH1-mediated @DRUG$ formation in vitro.	DDAH1 inhibition by @DRUG$ , omeprazole , pantoprazole , prevacid and rabeprazole was determined by quantifying DDAH1 - intermediate @DRUG$ formation in vitro .	DDAH1 inhibition by @DRUG$ in omeprazole , pantoprazole , mediated and rabeprazole was determined by quantifying DDAH1 - lansoprazole @DRUG$ formation , vitro .	DDAH1 inhibition by @DRUG$ , omeprazole , pantoprazole , lansoprazole and rabeprazole was determined by quantifying DDAH1 - mediated @DRUG$ formation in .	The amount of @DRUG$ formed in the presence of DDAH1 is decreased by @DRUG$ .	0
0	Several controlled clinical trials documented that mupirocin was significantly better than the polyethylene glycol vehicle alone or ampicillin and @DRUG$ effective as cloxacillin, @DRUG$, or erythromycin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	Several controlled clinical trials documented that mupirocin was importantly better than the polythene glycol vehicle alone or ampicillin and @DRUG$ effective as cloxacillin , @DRUG$ , or erythromycin in bring forth clinical and bacteriological cures in affected role with impetigo and wound infections caused by gram-positive pathogens .	Several controlled clinical trials documented that mupirocin was significantly better than infections polyethylene glycol vehicle alone or ampicillin and @DRUG$ effective as cloxacillin , @DRUG$ impetigo or erythromycin in cures clinical patients bacteriological producing in and with , and wound the caused by gram-positive pathogens .	Several controlled trials documented that mupirocin was significantly better than the polyethylene glycol vehicle alone or ampicillin and @DRUG$ effective as cloxacillin , @DRUG$ , or erythromycin in clinical and bacteriological cures in patients with impetigo and wound infections caused by pathogens .	Mupirocin is significantly better than the polyethylene glycol vehicle alone or ampicillin and @DRUG$ effective as cloxacillin , @DRUG$ , or erythromycin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 @DRUG$/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/@DRUG$ plus HCTZ 12.5 mg/d.	In relative test in the management of high blood pressure , the combination of trandolapril 1 or deuce mg /d and verapamil ER one hundred eighty mg /d was statistically indistinguishable from or superior to the compounding of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capoten 50 @DRUG$ / d plus HCTZ 25 mg /d , lisinopril 20 mg / d plus HCTZ 12.5 mg /d , and lopressor 100 mg / @DRUG$ plus HCTZ 12.5 mg/d .	25 comparative trials in / management of hypertension , the combination of trandolapril 1 or 2 mg /d and verapamil ER indistinguishable mg or or 12.5 180 from or superior to the combinations of atenolol 50 statistically 100 mg 100 plus chlorthalidone 12.5 was In mg /d , captopril 50 @DRUG$ / d plus HCTZ 25 mg /d , lisinopril 20 mg the d plus HCTZ /d mg /d , and metoprolol /d mg / @DRUG$ plus HCTZ 12.5 mg/d .	In comparative trials in the management of hypertension , the combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d indistinguishable or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 @DRUG$ / d plus HCTZ 25 mg /d , lisinopril 20 mg / d plus HCTZ 12.5 mg /d , metoprolol mg / @DRUG$ plus HCTZ 12.5 mg/d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	Several MKIs are FDA-approved for cancer therapy (sunitinib, sorafenib, vandetanib, @DRUG$, regorafenib, ponatinib, lenvatinib, alectinib) and non-oncologic disease (@DRUG$).	Several MKIs are food and drug administration - sanction for genus cancer therapy ( sunitinib , sorafenib , vandetanib , @DRUG$ , regorafenib , ponatinib , lenvatinib , alectinib ) and non-oncologic disease ( @DRUG$ ) .	Several MKIs are FDA - approved therapy cancer for ( sunitinib , , , vandetanib , @DRUG$ , regorafenib , ponatinib , lenvatinib sorafenib alectinib ) and non-oncologic disease ( @DRUG$ ) .	Several MKIs are FDA - approved for cancer therapy ( sunitinib , sorafenib vandetanib , @DRUG$ , regorafenib , ponatinib , lenvatinib , alectinib ) and non-oncologic disease ( @DRUG$ ) .	Some drugs that are approved by the FDA to be used in cancer therapy ( sunitinib , sorafenib , vandetanib , @DRUG$ , regorafenib , ponatinib , lenvatinib , alectinib ) are also approved to	1
0	CONCLUSIONS: The new @DRUG$ formulation of long-acting carteolol 1% given once daily is @DRUG$ effective as standard 1% carteolol given twice daily, with no meaningful differences regarding safety.	CONCLUSIONS : The new @DRUG$ formulation of long-acting carteolol 1 % return once daily is @DRUG$ effective as stock 1 % carteolol return doubly daily , with no meaningful differences regarding safety .	carteolol : The new @DRUG$ formulation of long-acting carteolol 1 % standard once daily is @DRUG$ effective as given 1 % CONCLUSIONS given twice daily , no with meaningful differences regarding safety .	CONCLUSIONS : The new @DRUG$ formulation of carteolol % given once daily is @DRUG$ effective as standard 1 % carteolol given daily with no meaningful differences regarding safety .	The new @DRUG$ formulation of long-acting carteolol 1 % given once daily is just as effective as standard 1 % carteolol given twice daily, with no meaningful differences regarding safety.	1
0	@DRUG$-administration with a CYP3A inhibitor, such @DRUG$ ritonavir or cobicistat, substantially increases EVG plasma exposure and prolongs elimination half-life.	@DRUG$ - administration with a CYP3A inhibitor , such @DRUG$ ritonavir or cobicistat , considerably step up EVG plasma exposure and prolongs elimination half - life .	@DRUG$ - administration life a CYP3A inhibitor , such @DRUG$ ritonavir or cobicistat , substantially increases EVG plasma elimination and prolongs exposure half - with .	@DRUG$ - administration with a CYP3A inhibitor , such @DRUG$ ritonavir or cobicistat , substantially increases EVG plasma exposure and prolongs elimination half - life	If you take @DRUG$ with a CYP3A inhibitor like ritonavir or cobicistat, the levels of EVG in your bloodstream will be much higher and it will take longer for the drug to leave your system.	1
0	The method was validated for the analysis of 20 coccidiostats (arprinocid, clopidol, decoquinate, diclazuril, diaveridine, ethopabate, halofuginone, laidlomycin, lasalocid, maduramicin, @DRUG$, narasin, @DRUG$, nicarbazin, robenidine, salinomycin, semduramicin, toltrazuril, toltrazuril sulphoxide and toltrazuril sulphone) in muscle and milk.	The method acting was formalize for the analysis of twenty coccidiostats ( arprinocid , clopidol , decoquinate , diclazuril , diaveridine , ethopabate , halofuginone , laidlomycin , lasalocid , maduramicin , @DRUG$ , narasin , @DRUG$ , nicarbazin , robenidine , salinomycin , semduramicin , toltrazuril , toltrazuril sulphoxide and toltrazuril sulphone ) in brawniness and milk river .	maduramicin method was validated for the toltrazuril of 20 coccidiostats ( arprinocid , clopidol , decoquinate sulphone diclazuril , diaveridine , ethopabate , halofuginone , laidlomycin , lasalocid , The , @DRUG$ , narasin , @DRUG$ , nicarbazin , robenidine , salinomycin , , , analysis semduramicin and sulphoxide and toltrazuril , ) in muscle toltrazuril milk .	The method was validated the analysis of 20 coccidiostats ( arprinocid , clopidol , decoquinate , diclazuril , diaveridine , ethopabate , halofuginone , laidlomycin , lasalocid , maduramicin , @DRUG$ , narasin , @DRUG$ , nicarbazin , robenidine , salinomycin , semduramicin , toltrazuril , toltrazuril sulphoxide and sulphone ) muscle and milk .	The method was validated for the analysis of 20 coccidiostats ( arprinocid , clopidol , decoquinate , diclazuril , diaveridine , ethopabate , halofuginone , laidlomycin , lasal	1
0	@DRUG$ inhibits most of the Enterobacteriaceae, with the exception of some @DRUG$-positive Proteus species, but it does not inhibit gram-positive cocci or Pseudomonas aeruginosa.	@DRUG$ inhibits most of the enterobacteriaceae , with the exception of some @DRUG$ - positive proteus species , but it does not inhibit gram-positive cocci or Pseudomonas aeruginosa .	@DRUG$ inhibits most of the Enterobacteriaceae , with the exception of some @DRUG$ - positive or species , but it does not inhibit Pseudomonas cocci Proteus gram-positive aeruginosa .	@DRUG$ inhibits most of the Enterobacteriaceae with the exception of some @DRUG$ - positive Proteus species , but it does not inhibit gram-positive or Pseudomonas aeruginosa .	@DRUG$ inhibits most of the Enterobacteriaceae (a type of bacteria), with the exception of some @DRUG$ - positive Proteus species (another type of bacteria), but it does not inhibit gram-positive cocci (a type of bacteria) or Pseudomonas aer	0
0	Various basic drugs, and warfarin also, at 50 microM displace prazosin 10 microM from its binding site on alpha 1-AGP and reduce the CD-spectra at 255 nm by 26% (disopyramide), 52% (mepivacaine), about 70% (@DRUG$, biperiden), and 90-100% (@DRUG$, warfarin).	assorted basic drugs , and warfarin also , at 50 microM terminate minipress  microM from its binding web site on alpha 1 - AGP and reduce the CD-spectra at 255 nm by 26 % ( disopyramide ) , 52 % ( mepivacaine ) , about seventy % ( @DRUG$ , biperiden ) , and 90 - 100 % ( @DRUG$ , warfarin ) .	Various ) drugs , and warfarin basic , at 50 microM displace prazosin 10 , from alpha binding site on its 1 - AGP and reduce , CD-spectra at 255 nm by 26 90 ( disopyramide also , 52 % ( mepivacaine ) microM about 70 % ( @DRUG$ the biperiden ) , and % - 100 % ( @DRUG$ , warfarin ) .	Various basic drugs , and warfarin also , at 50 microM displace prazosin 10 microM its binding on alpha 1 - AGP and reduce CD-spectra at 255 nm by 26 % ( disopyramide ) , 52 % ( mepivacaine ) , about 70 % ( @DRUG$ , biperiden ) and 90 - 100 % ( @DRUG$ , warfarin ) .	Basic drugs like prazosin, disopyramide, mepivacaine, and biperiden, as well as warfarin, can displace prazosin from its binding site on alpha 1 - AGP and reduce the CD-spectra at 255 nm.	1
0	@DRUG$ (CO) is increasingly being accepted @DRUG$ a cytoprotective and homeostatic molecule with important signalling capabilities in physiological and pathophysiological situations.	@DRUG$ ( CO ) is increasingly being accepted @DRUG$ a cytoprotective and homeostatic molecule with important indicate capabilities in physiologic and pathophysiological situations .	@DRUG$ homeostatic CO ) is increasingly being accepted @DRUG$ a pathophysiological and ( molecule with important signalling capabilities in physiological and cytoprotective situations .	@DRUG$ ( CO ) is increasingly being accepted @DRUG$ a cytoprotective homeostatic molecule with important capabilities in physiological and pathophysiological situations .	@DRUG$ ( CO ) is increasingly being accepted as a cytoprotective and homeostatic molecule with important signalling capabilities in physiological and pathophysiological situations .	1
1	Pretreatment with @DRUG$ caused a modest and non-significant reduction in @DRUG$-induced tachycardia whilst bisoprolol produced a more marked effect.	Pretreatment with @DRUG$ caused a modest and non-significant reduction in @DRUG$ - induced tachycardia whilst bisoprolol produced a more cross off burden .	Pretreatment with @DRUG$ caused in modest and marked reduction a @DRUG$ - induced tachycardia whilst bisoprolol produced a more non-significant effect .	Pretreatment with @DRUG$ caused a modest reduction in @DRUG$ - induced tachycardia whilst bisoprolol produced more marked effect .	@DRUG$ caused a modest and non-significant reduction in @DRUG$ - induced tachycardia whilst bisoprolol produced a more marked effect .	0
0	No effect on CYP1A was observed for @DRUG$, @DRUG$, diethylcarbamazine, pyrimethamine, metrifonate, ivermectin, pyrantel artesunate, cycloguanil, atovaquone, melarsoprol, praziquantel, proguanil and dihydroartemisinin.	nobelium outcome on CYP1A was keep for @DRUG$ , @DRUG$ , diethylcarbamazine , pyrimethamine , metrifonate , ivermectin , pyrantel artesunate , cycloguanil , atovaquone , melarsoprol , praziquantel , proguanil and dihydroartemisinin .	No ivermectin on , was observed for @DRUG$ , @DRUG$ , diethylcarbamazine , pyrimethamine , metrifonate , effect , , artesunate CYP1A cycloguanil , atovaquone , melarsoprol pyrantel praziquantel , proguanil and dihydroartemisinin .	No effect on CYP1A was observed for @DRUG$ , @DRUG$ , diethylcarbamazine , pyrimethamine , metrifonate , ivermectin , pyrantel artesunate cycloguanil , atovaquone , melarsoprol , praziquantel , proguanil and dihydroartemisinin .	No effect on CYP1A was observed for @DRUG$ or @DRUG$ .	0
0	Diazepam (0.2-1 @DRUG$/kg) markedly and dose-dependently potentiated the inhibitory effect of 1 mg/kg of @DRUG$ from non-significant to highly significant levels.	Diazepam ( 0.2- 1 @DRUG$ / kg ) markedly and dose-dependently potentiated the repressive effect of 1 mg / kg of @DRUG$ from non-significant to highly significant take down .	Diazepam from 0.2- ( @DRUG$ / kg ) markedly and dose-dependently potentiated the inhibitory effect of 1 mg / kg of @DRUG$ 1 non-significant to highly significant levels .	Diazepam ( 0.2- 1 @DRUG$ / kg ) markedly and dose-dependently potentiated the inhibitory effect of 1 mg kg of @DRUG$ from non-significant to highly significant levels .	The higher the dose of @DRUG$, the more potent the inhibition of @DRUG$ will be.	0
0	To compare the efficacy and safety of conventional systemic agents (@DRUG$, ciclosporin, fumaric acid esters, methotrexate), small molecules (apremilast, tofacitinib, @DRUG$), anti-TNF alpha (etanercept, infliximab, adalimumab, certolizumab), anti-IL12/23 (ustekinumab), anti-IL17 (secukinumab, ixekizumab, brodalumab), anti-IL23 (guselkumab, tildrakizumab), and other biologics (alefacept, itolizumab) for patients with moderate to severe psoriasis and to provide a ranking of these treatments according to their efficacy and safety.	To liken the efficacy and refuge of conventional systemic factor ( @DRUG$ , ciclosporin , fumaric acid ester , methotrexate sodium ) , belittled molecules ( apremilast , tofacitinib , @DRUG$ ) , anti-TNF alpha ( enbrel , infliximab , adalimumab , certolizumab ) , anti-IL12 /23 ( ustekinumab ) , anti-IL17 ( secukinumab , ixekizumab , brodalumab ) , anti-IL23 ( guselkumab , tildrakizumab ) , and other biologics ( alefacept , itolizumab ) for patients with moderate to severe psoriasis and to put up a grade of these treatments according to their efficacy and refuge .	To compare acid efficacy and safety of conventional systemic agents ( @DRUG$ , , , fumaric the esters , methotrexate ) , ustekinumab molecules ) apremilast , tofacitinib , @DRUG$ guselkumab , anti-TNF alpha ( etanercept , infliximab , adalimumab , certolizumab ) itolizumab anti-IL12 /23 ( small ( , anti-IL17 ( secukinumab , ixekizumab , brodalumab ) , anti-IL23 ( ) , , ) , and other biologics ( alefacept ciclosporin tildrakizumab ) these patients with moderate to severe psoriasis and to provide a ranking of for treatments according to their efficacy and safety .	To compare the efficacy of conventional systemic agents ( @DRUG$ , ciclosporin , fumaric acid esters methotrexate ) small molecules ( apremilast , tofacitinib @DRUG$ ) , anti-TNF alpha ( etanercept , infliximab , , certolizumab ) , anti-IL12 /23 ( ustekinumab ) , anti-IL17 ( secukinumab , ixekizumab , brodalumab ) , anti-IL23 ( , tildrakizumab ) , and other biologics ( alefacept , itolizumab ) for patients with moderate severe psoriasis and to a ranking of these treatments according to efficacy and safety .	@DRUG$ is more efficacious and safer than @DRUG$ for patients with moderate to severe psoriasis.	0
0	Perospirone is a recently developed atypical antipsychotic with potent @DRUG$ 5-HT2 and @DRUG$ D2 antagonist activity.	Perospirone is a recently developed atypical antipsychotic with potent @DRUG$ 5 - HT2 and @DRUG$ D2 resister activity .	Perospirone is a and developed atypical antipsychotic with potent @DRUG$ 5 - HT2 recently @DRUG$ D2 antagonist activity .	Perospirone is a recently developed atypical antipsychotic with potent @DRUG$ 5 - HT2 and @DRUG$ D2 activity .	Perospirone is a drug that blocks the effects of serotonin (@DRUG$) and dopamine (@DRUG$) in the brain, which helps to treat mental illnesses such as schizophrenia.	0
0	A single dose of @DRUG$ (6 @DRUG$/kg of body weight) was administered intramuscularly.	A single dose of @DRUG$ ( 6 @DRUG$ / kilo of body weight ) was administered intramuscularly .	A single dose of @DRUG$ ( 6 @DRUG$ / administered of body weight ) was kg intramuscularly .	dose of @DRUG$ ( 6 @DRUG$ / body weight ) was administered intramuscularly .	A single dose of @DRUG$ ( 6 @DRUG$ / kg of body weight ) was administered intramuscularly .	0
0	Plasma @DRUG$ and @DRUG$ also peaked at about 3 hours, but at much lower concentrations (4 and 42 nmol/L).	Plasma @DRUG$ and @DRUG$ also peaked at about 3 hour , but at much lower concentrations ( foursome and 42 nmol / L ) .	Plasma @DRUG$ and @DRUG$ also peaked at about 3 hours much but , at lower concentrations ( 4 and 42 nmol / L ) .	Plasma @DRUG$ and @DRUG$ also peaked at 3 hours , but at much lower concentrations ( 4 and 42 nmol / L ) .	Plasma @DRUG$ and @DRUG$ peaked at about 3 hours, but at much lower concentrations (4 and 42 nmol/L).	0
0	Oral @DRUG$ for tocolysis: a comparison of magnesium gluconate and enteric-coated @DRUG$.	oral @DRUG$ for tocolysis : a comparison of magnesium gluconate and enteric-coated @DRUG$ .	Oral @DRUG$ for tocolysis : of comparison a magnesium gluconate and enteric-coated @DRUG$ .	Oral @DRUG$ for tocolysis : a comparison of magnesium gluconate and enteric-coated @DRUG$ .	Oral @DRUG$ for tocolysis : a comparison of magnesium gluconate and enteric-coated @DRUG$ ."DRUGA is the oral drug being compared to magnesium gluconate, and DRUGB is the enteric-coated drug.	0
0	If retigabine 10 mg/kg p.o. was administered alone it was as effective as @DRUG$ 10 mg/kg @DRUG$.o. in elevating the pain threshold.	If retigabine 10 mg / kg p.o. was dole out alone it was as effective as @DRUG$ 10 mg / kg @DRUG$ .o. in elevating the pain door .	If mg 10 mg / kg p.o. was administered alone it was as effective as @DRUG$ kg retigabine / 10 @DRUG$ .o. in elevating the pain threshold .	If retigabine 10 mg / p.o. was administered alone it was effective as @DRUG$ 10 mg / kg @DRUG$ .o. in elevating the pain threshold .	If retigabine 10 mg / kg p.o. was administered alone, it was as effective as @DRUG$ 10 mg / kg @DRUG$ in elevating the pain threshold.	0
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine @DRUG$, sarafloxacin, @DRUG$, chlortetracycline, oxytetracycline and tetracycline), three antiprotozoal agents (diclazuril, imidocarb and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	a summary follows of the citizens committee 's evaluations of toxicological and residual data on a variety of veterinary drugs : five parasiticidal federal agent ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , seven spot antimicrobial federal agent ( gentamicin , procaine @DRUG$ , sarafloxacin , @DRUG$ , aureomycin , oxytetracycline and tetracycline ) , terzetto antiprotozoal federal agent ( diclazuril , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one production aid ( recombinant bovine somatotropins ) and one tranquilizing agent ( azaperone ) .	A agents follows seven the Committee evaluations 's of toxicological and residue data on a variety of veterinary ) : diclazuril anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , of antimicrobial agents ( gentamicin , procaine @DRUG$ , sarafloxacin , @DRUG$ , chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal , ( glucocorticosteroid , imidocarb and nicarbazin ) summary one five ( dexamethasone ) , one production aid ( recombinant bovine somatotropins drugs and one tranquilizing agent ( azaperone ) .	A summary follows of the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs five anthelminthic agents ( eprinomectin , febantel , fenbendazole oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , procaine @DRUG$ , sarafloxacin @DRUG$ , chlortetracycline , oxytetracycline and ) , three antiprotozoal agents ( diclazuril , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone , one aid ( recombinant somatotropins ) and one tranquilizing agent ( azaperone ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents, seven antimicrobial agents, three antiprotozoal agents, one glucocorticosteroid, one production aid and one tranquilizing agent. Of these, five an	1
0	However, in VREF or unresponsive MRSA infections, where few proven treatment options exist, @DRUG$/@DRUG$ should be considered as a treatment of choice for these seriously ill patients.	However , in VREF or unresponsive MRSA infections , where few proven treatment alternative exist , @DRUG$ / @DRUG$ should be considered as a treatment of alternative for these badly ill patients .	However , in VREF or unresponsive MRSA infections these as , proven treatment options exist , @DRUG$ / @DRUG$ should be considered where a treatment of choice for few seriously ill patients .	However , in VREF or unresponsive MRSA infections , where few proven exist , @DRUG$ / @DRUG$ should be considered as a treatment of for these seriously ill patients .	Where few proven treatment options exist, @DRUG$/@DRUG$ should be considered as a treatment of choice for these seriously ill patients.	0
0	METHODS: Dogs were randomly assigned to one of two groups: Group @DRUG$ received maropitant (1.0 @DRUG$ kg(-1) ) and Group S received 0.9% saline (0.1 mL kg(-1) ) intravenously 45-60 minutes before premedication with hydromorphone (0.1 mg kg(-1) ) and acepromazine (0.03 mg kg(-1) ) intramuscularly.	METHODS : hound were haphazardly assigned to one of ii mathematical group : Group @DRUG$ received maropitant ( 1.0 @DRUG$ kg ( - 1 ) ) and Group reciprocal ohm received 0.9 % saline ( 0.1 mil kg ( - 1 ) ) intravenously 45 - lx minutes before premedication with hydromorphone ( 0.1 mg kg ( - 1 ) ) and acepromazine ( 0.03 mg kg ( - 1 ) ) intramuscularly .	% : Dogs were - assigned to one of two 45 : Group @DRUG$ received maropitant ( intravenously @DRUG$ kg ( - 1 ) ) acepromazine Group S received 0.9 METHODS randomly ( 0.1 mL kg ( - 1 ) ) 1.0 groups - ( minutes before premedication with hydromorphone ( 0.1 mg kg ( saline 1 ) ) and and 60 0.03 mg kg ( - 1 ) ) intramuscularly .	METHODS : Dogs randomly assigned one of two groups : @DRUG$ received maropitant ( 1.0 @DRUG$ kg - 1 ) ) and Group S received 0.9 % saline ( 0.1 mL kg ( - 1 ) ) intravenously 45 - 60 minutes premedication with hydromorphone ( 0.1 mg kg - 1 ) ) and acepromazine ( 0.03 mg kg ( - 1 ) ) intramuscularly .	Group @DRUG$ received maropitant ( 1.0 @DRUG$ kg ( - 1 ) ) and Group S received 0.9 % saline ( 0.1 mL kg ( - 1 ) ) intravenously 45 - 60 minutes before premedication with hydromorphone ( 0.1	0
0	@DRUG$ D2 receptors @DRUG$ treatment targets in schizophrenia.	@DRUG$ D2 receptors @DRUG$ intervention targets in schizophrenia .	@DRUG$ D2 receptors @DRUG$ schizophrenia targets in treatment .	@DRUG$ D2 receptors @DRUG$ treatment targets in schizophrenia .	@DRUG$ is a drug that affects D2 receptors, and @DRUG$ is a drug that is used to treat schizophrenia.	0
0	Sulfamethazine and @DRUG$ exhibited no impact on total biogas production up to 280 and 350 mg/@DRUG$, respectively, although ampicillin inhibited biogas production rates during early stages of AD.	Sulfamethazine and @DRUG$ exhibited no impact on total biogas production up to 280 and 350 mg / @DRUG$ , respectively , although sk ampicillin suppress biogas production rates during early point of AD .	Sulfamethazine and @DRUG$ exhibited inhibited impact on total biogas production up to / and 350 mg 280 @DRUG$ , respectively , although ampicillin no biogas production AD during early stages of rates .	Sulfamethazine and @DRUG$ exhibited no impact on total biogas production to 280 and 350 mg @DRUG$ , , although ampicillin inhibited biogas production rates during early stages of AD .	Sulfamethazine and @DRUG$ had no impact on total biogas production up to 280 and 350 mg / @DRUG$ , respectively . However, ampicillin inhibited biogas production rates during early stages of AD .	0
0	The activity of gamithromycin against intracellular @DRUG$. equi was similar to that of @DRUG$ and erythromycin.	The bodily function of gamithromycin against intracellular @DRUG$ . equi was similar to that of @DRUG$ and erythromycin .	The to of gamithromycin against intracellular @DRUG$ . equi was similar activity that of @DRUG$ and erythromycin .	The activity of gamithromycin @DRUG$ . equi was similar to that of @DRUG$ and .	Gamithromycin was just as effective as erythromycin in killing intracellular @DRUG$ . equi .	1
0	We observed that 69 +/- 6% of glucose and 54 +/- 4% of @DRUG$ in lactose were derived directly from plasma @DRUG$, whereas 7 +/- 2% and 12 +/- 2% of glucose and galactose in lactose, respectively, were derived directly from plasma galactose.	We follow that 69 +/-  % of glucose and liv +/- 4 % of @DRUG$ in lactose were derived directly from plasma @DRUG$ , whereas 7 +/-  % and 12 +/-  % of glucose and galactose in lactose , severally , were derived directly from plasma galactose .	We observed that 69 +/- from % of glucose and 54 +/- galactose % lactose @DRUG$ in lactose were derived directly , plasma @DRUG$ from whereas 7 +/- 2 of and 12 +/- 2 % of glucose and galactose in % , respectively , were derived directly 6 plasma 4 .	We observed 69 +/- 6 % of glucose and 54 +/- % of @DRUG$ in lactose were derived directly from plasma @DRUG$ , whereas 7 +/- 2 % and 12 +/- 2 % of glucose and galactose in lactose , , were derived directly from plasma galactose .	We observed that 69 +/- 6 % of glucose and 54 +/- 4 % of @DRUG$ in lactose were derived directly from plasma @DRUG$ , whereas 7 +/- 2 % and 12 +/- 2 % of glucose and galactose in lactose , respectively , were derived directly from plasma galactose	0
0	It is a novel inhibitor of topoisomerase I that induces single-strand DNA cleavage more effectively than @DRUG$-506 or @DRUG$ (CPT) and at different DNA sequences.	information technology is a novel inhibitor of topoisomerase I that stimulate single-strand DNA cleavage more effectively than @DRUG$ - 506 or @DRUG$ ( CPT ) and at different DNA succession .	It is a novel inhibitor than topoisomerase DNA that induces single-strand I cleavage more effectively of @DRUG$ - 506 or @DRUG$ ( and ) CPT at different DNA sequences .	It a inhibitor of topoisomerase I that induces single-strand DNA cleavage more effectively than @DRUG$ - 506 or @DRUG$ ( CPT ) and at different DNA sequences .	@DRUG$ is a novel inhibitor of topoisomerase I that induces single-strand DNA cleavage more effectively than @DRUG$ ( CPT ) and at different DNA sequences .	0
0	Results @DRUG$ treatment yielded significantly greater improvement than placebo on 3 of the 4 primary outcome measures (mean change from baseline to end point for CAPS-2 total score, -33.0 vs -23.2 [P =.02], and for CGI-S, -1.2 vs -0.8 [P=.01]; mean CGI-I score at end point, 2.5 vs 3.0 [@DRUG$=.02]), with the fourth measure, the IES total score, showing a trend toward significance (mean change from baseline to end point, -16.2 vs -12.1; P=.07).	answer @DRUG$ treatment yielded significantly greater improvement than placebo on tercet of the 4 primary election outcome measures ( mean change from baseline to death pointedness for CAPS - 2 total seduce , - 33.0  - 23.2 [ P =.02 ] , and for CGI -S , - 1.2  -0.8 [ P=.01 ] ; mean CGI - I seduce at death pointedness , 2.5  3.0 [ @DRUG$=.02 ] ) , with the twenty five percent measure , the IES total seduce , demonstrate a course toward significance ( mean change from baseline to death pointedness , - 16.2  - 12.1 ; P=.07 ) .	1.2 @DRUG$ treatment , for IES score than placebo on 3 of the 4 primary outcome to ( mean change 2.5 baseline measures end point for CAPS - 2 total score yielded =.02 33.0 vs - 23.2 [ P - ] , and significantly CGI -S , [ Results vs -0.8 - P=.01 ] ; a CGI - I improvement at end point , from vs 3.0 [ @DRUG$=.02 ] ) , with the fourth measure , the greater total score , showing mean trend toward significance ( mean change from baseline to end point , - 16.2 vs - 12.1 ; P=.07 ) .	Results @DRUG$ treatment yielded significantly greater improvement than placebo on 3 of the 4 primary outcome measures ( mean change from to end point for CAPS - 2 score , - 33.0 vs - [ P =.02 ] , and CGI -S , 1.2 vs -0.8 [ P=.01 ] ; mean CGI I at end point , 2.5 vs 3.0 [ @DRUG$=.02 ] ) , with the fourth measure , the IES total score showing a trend toward significance ( mean change to end point , - vs - 12.1 ; ) .	@DRUG$ yielded significantly greater improvement than placebo on 3 of the 4 primary outcome measures, with the fourth measure, the IES total score, showing a trend toward significance.	1
0	Out of the 354 proteins from M. tuberculosis-derived PPDs (i.e. proteins in either PPD-CT68 or PPD-S2), 37 proteins were found to be shared with @DRUG$. avium @DRUG$ and 80 were shared with M. bovis PPD.	Out of the 354 proteins from M. tuberculosis-derived PPDs ( ie proteins in either PPD - CT68 or PPD - S2 ) , thirty seven proteins were find out to be shared with @DRUG$ . avium @DRUG$ and fourscore were shared with M. bovis PPD .	Out of the 354 proteins from avium PPD PPDs ( i.e. proteins in either - - CT68 or PPD tuberculosis-derived S2 ) , 37 proteins be found to were shared with @DRUG$ . M. @DRUG$ and 80 were shared with M. bovis PPD .	Out of 354 proteins from M. tuberculosis-derived ( i.e. proteins in either PPD - CT68 or PPD - S2 ) , 37 proteins were found to be with @DRUG$ . avium @DRUG$ and 80 were with bovis PPD .	Out of the 354 proteins from M. tuberculosis-derived PPDs ( proteins in either PPD - CT68 or PPD - S2 ), 37 proteins were found to be shared with @DRUG$ and 80 were shared with M. bovis PPD .	1
0	Moreover, individual components, such as @DRUG$ sulfate, delta-8-estrone sulfate, 17beta-dihydroequilin sulfate and @DRUG$ sulfate, have potent estrogenic effects.	moreover , individual components , such as @DRUG$ sulfate , delta-8- oestrone sulfate , 17beta-dihydroequilin sulfate and @DRUG$ sulfate , have potent estrogenic effects .	Moreover , individual 17beta-dihydroequilin , such as @DRUG$ sulfate , delta-8- estrone sulfate components , sulfate and @DRUG$ sulfate , have potent estrogenic effects .	Moreover , individual components , such as @DRUG$ sulfate , delta-8- estrone sulfate , 17beta-dihydroequilin sulfate @DRUG$ sulfate , have potent estrogenic effects .	@DRUG$ sulfate, delta-8-estrone sulfate, 17beta-dihydroequilin sulfate, and @DRUG$ sulfate are all potent estrogenic compounds.	0
0	@DRUG$ a result of the short plasma half-life and lack of accumulation of @DRUG$ with repeated dosing, the risk of between-meal and nocturnal hypoglycaemia is substantially reduced compared with other oral antidiabetic agents.	@DRUG$ a result of the poor plasma half - life and lack of accumulation of @DRUG$ with repeated dose , the risk of between -meal and nocturnal hypoglycaemia is substantially reduced compared with other oral antidiabetic agentive role .	@DRUG$ a result of the short plasma half - life and lack of accumulation substantially @DRUG$ with repeated agents , the of risk between -meal and nocturnal hypoglycaemia is of reduced compared with other oral antidiabetic dosing .	@DRUG$ a result of the short plasma half - life and lack of accumulation of @DRUG$ with repeated , risk of between -meal and nocturnal substantially reduced compared with other antidiabetic agents .	The risk of between-meal and nocturnal hypoglycemia is substantially reduced compared with other oral antidiabetic agents	1
0	The rhein-evoked increase in Isc was reduced by serosal addition of 50 mumol/l bumetanide, 1 mumol/@DRUG$ @DRUG$, 1 mumol/l atropine and 10 mumol/l piroxicam but not 100 mumol/l hexamethonium, 1 mumol/l ICS 205 930 or 10 mumol/l cimetidine.	The rhein-evoked increase in Isc was lose weight by serosal addition of 50 mumol / l bumetanide , 1 mumol / @DRUG$ @DRUG$ , 1 mumol / l atropine and ten mumol / l piroxicam but not hundred mumol / l hexamethonium , 1 mumol / l intelligence community 205 930 or ten mumol / l tagamet .	The rhein-evoked increase in mumol was reduced by serosal addition of 50 mumol / l mumol , 1 mumol / @DRUG$ @DRUG$ l 1 hexamethonium / l atropine and 10 bumetanide / l piroxicam but not 100 mumol / , mumol , 1 mumol / l ICS 205 930 or 10 Isc / l cimetidine .	The rhein-evoked increase in Isc was reduced by addition of 50 mumol / l bumetanide , 1 mumol / @DRUG$ @DRUG$ , 1 mumol / l atropine and 10 mumol / l but not mumol / l hexamethonium , 1 mumol / l ICS 205 930 or 10 mumol / cimetidine .	The rhein-evoked increase in Isc was reduced by serosal addition of 50 mumol / l bumetanide , 1 mumol / l atropine and 10 mumol / l piroxicam but not 100 mumol / l hexamethonium ,	1
0	Imipenem/avibactam and ceftazidime/avibactam displayed limited potency against A. baumannii isolates, whereas @DRUG$/@DRUG$ and ceftazidime/avibactam were active against P. aeruginosa.	Imipenem / avibactam and fortaz / avibactam displayed restrict potency against A. baumannii isolates , whereas @DRUG$ / @DRUG$ and fortaz / avibactam were active against P. aeruginosa .	Imipenem displayed avibactam and ceftazidime / avibactam / limited potency against A. baumannii isolates , whereas @DRUG$ / @DRUG$ and ceftazidime / avibactam were against active P. aeruginosa .	Imipenem / avibactam and ceftazidime / avibactam displayed limited potency against A. baumannii isolates , whereas @DRUG$ / @DRUG$ and ceftazidime avibactam were active against .	Imipenem / avibactam and ceftazidime / avibactam displayed limited potency against A. baumannii isolates , whereas @DRUG$ / @DRUG$ and ceftazidime / avibactam were active against P. aerugin	0
0	A major thrust of drug discovery in mood disorders will continue efforts to identify agents with rapid and sustained onsets of action (such as intravenous administration of @DRUG$), @DRUG$ well as identify drugs used routinely in non-psychiatric diseases for their antidepressant and mood-stabilizing properties.	vitamin a major thrusting of drug discovery in mood disorders will continue efforts to identify agents with rapid and sustained onset of action ( such as intravenous administration of @DRUG$ ) , @DRUG$ well as identify drugs employ routinely in non-psychiatric diseases for their antidepressant and mood-stabilizing properties .	A major thrust of drug will in mood disorders discovery sustained properties to identify agents with rapid and continue onsets of action ( such as intravenous administration of @DRUG$ ) , @DRUG$ well as identify drugs used routinely in non-psychiatric mood-stabilizing for their antidepressant and diseases efforts .	A major thrust drug discovery in mood disorders will continue efforts to identify with rapid and sustained onsets of action ( such as intravenous administration of @DRUG$ ) , @DRUG$ as identify drugs used routinely in non-psychiatric diseases for their antidepressant and mood-stabilizing properties .	Drug discovery in mood disorders will focus on finding agents that have a rapid and sustained effect, such as those that can be given intravenously (@DRUG$). Additionally, drugs that are commonly used in other diseases for their antidepressant and mood-stabilizing properties will be studied for their potential use in	1
0	@DRUG$ Mesilate @DRUG$ an Anticoagulant During Continuous Renal Replacement Therapy in Patients With High Bleeding Risk: A Randomized Clinical Trial.	@DRUG$ Mesilate @DRUG$ an Anticoagulant During Continuous Renal Replacement therapy in affected role With High Bleeding Risk : A Randomized Clinical Trial .	@DRUG$ Mesilate @DRUG$ Replacement Anticoagulant Risk Continuous Renal an Therapy in Patients With High Bleeding During : A Randomized Clinical Trial .	@DRUG$ Mesilate @DRUG$ an Anticoagulant During Renal Replacement Therapy Patients With High Bleeding Risk A Randomized Clinical Trial .	@DRUG$ is an anticoagulant that is used to prevent blood clots during continuous renal replacement therapy in patients who are at high risk for bleeding.	1
0	The nutritive sweeteners include sugar alcohols such as sorbitol, xylitol, lactitol, @DRUG$, erythritol, @DRUG$ and maltitol.	The nutritive sweeteners admit dinero alcohols such as sorbitol , xylitol , lactitol , @DRUG$ , erythritol , @DRUG$ and maltitol .	The nutritive sweeteners include as lactitol such sugar sorbitol , xylitol , alcohols , @DRUG$ , erythritol , @DRUG$ and maltitol .	The nutritive sweeteners include sugar alcohols such sorbitol , xylitol , lactitol , @DRUG$ , erythritol , @DRUG$ and maltitol .	@DRUG$ is a type of sugar alcohol, while @DRUG$ is a type of maltitol .	0
0	Following single administration of 20 @DRUG$/kg @DRUG$ mean maximum concentrations (Cmax) of the parent drug and its known active sulphoxide metabolite were 0.42 +/- 0.05 and 0.31 +/- 0.05 microgram/ml, respectively.	Following single administration of  @DRUG$ / kg @DRUG$ mean maximum concentrations ( Cmax ) of the rear drug and its known active sulphoxide metabolite were 0.42 +/- 0.05 and 0.31 +/- 0.05 microgram / ml , severally .	Following single administration of 20 @DRUG$ / kg @DRUG$ mean maximum concentrations ( the ) of Cmax parent drug and sulphoxide known active its metabolite were 0.05 +/- 0.42 and 0.31 +/- 0.05 microgram / ml , respectively .	Following single administration of 20 @DRUG$ kg @DRUG$ mean maximum concentrations ( Cmax ) of the parent drug and its known active metabolite were 0.42 +/- 0.05 and 0.31 +/- 0.05 microgram / ml , respectively .	Following single administration of 20 @DRUG$ / kg @DRUG$, the mean maximum concentrations ( Cmax ) of the parent drug and its known active sulphoxide metabolite were 0.42 +/- 0.05 and 0.31 +/- 0.05 microgram / ml, respectively.	0
1	@DRUG$ patients were withdrawn from the terbutaline group because treatment was insufficiently effective, whereas only one dropped out of the @DRUG$ group.	@DRUG$ patients were withdrawn from the terbutaline group because intervention was insufficiently effective , whereas only unrivalled dropped out of the @DRUG$ group .	@DRUG$ patients were withdrawn from out terbutaline insufficiently because treatment was group effective , whereas only one dropped the of the @DRUG$ group .	@DRUG$ patients were withdrawn the terbutaline group because treatment insufficiently effective , whereas only one dropped out of the @DRUG$ group .	@DRUG$ patients were more likely to drop out of the study because treatment was ineffective, whereas only one dropped out of the @DRUG$ group.	0
1	METHODS: The first goal of the trial was to identify a dose or doses of @DRUG$ that, when combined with reduced-dose tenecteplase, would result in a higher incidence of Thrombolysis In Myocardial Infarction (TIMI) grade 3 flow at 60 minutes versus full-dose @DRUG$ alone.	METHODS : The first goal of the trial was to identify a dose or doses of @DRUG$ that , when coalesce with reduced - dose tenecteplase , would result in a higher incidence of thrombolysis In Myocardial Infarction ( TIMI ) ground level terzetto flow at 60 minutes versus full- dose @DRUG$ entirely .	result : The first goal of when trial was to identify a dose or doses of @DRUG$ that , Thrombolysis combined in reduced - dose tenecteplase , would METHODS with a higher incidence of grade In Myocardial Infarction ( TIMI ) the 3 flow at 60 minutes versus full- dose @DRUG$ alone .	METHODS : The first goal of the trial to identify a dose or doses of @DRUG$ that , when combined with reduced - dose tenecteplase , would result a higher incidence of Thrombolysis In ( TIMI ) grade 3 at minutes versus full- dose @DRUG$ alone .	The first goal of the trial was to identify a dose or doses of @DRUG$ that, when combined with reduced-dose tenecteplase, would result in a higher incidence of Thrombolysis In Myocardial Infarction (TIMI) grade 3 flow at 60	1
0	This requires dose adjustments when combined with for instance protease inhibitors (with the exception of tipranavir/@DRUG$), efavirenz, @DRUG$ or rifampin.	This requires dose adjustments when commingle with for illustrate protease inhibitors ( with the exception of tipranavir / @DRUG$ ) , efavirenz , @DRUG$ or rifampin .	/ requires dose adjustments when combined with , instance protease inhibitors ( with the exception of tipranavir This @DRUG$ ) for efavirenz , @DRUG$ or rifampin .	This requires adjustments when combined with for instance protease inhibitors ( with the exception of tipranavir / @DRUG$ ) efavirenz , @DRUG$ or rifampin .	@DRUG$ and @DRUG$ should not be taken together, as they may interact and cause adverse effects.	0
1	We found no significant difference between all of the interventions and the placebo regarding the risk of serious adverse effects (SAEs): the relative ranking strongly suggested that @DRUG$ was associated with the best safety profile regarding all of the SAEs (RR 0.23, 95% CI 0.05 to 0.99; SUCRA = 90.7; moderate-certainty evidence), followed by ciclosporin (RR 0.23, 95% CI 0.01 to 5.10; SUCRA = 78.2; very low-certainty evidence), certolizumab (RR 0.49, 95% CI 0.10 to 2.36; SUCRA = 70.9; moderate-certainty evidence), infliximab (RR 0.56, 95% CI 0.10 to 3.00; SUCRA = 64.4; very low-certainty evidence), @DRUG$ (RR 0.72, 95% CI 0.34 to 1.55; SUCRA = 62.6; low-certainty evidence), and fumaric acid esters (RR 0.77, 95% CI 0.30 to 1.99; SUCRA = 57.7; very low-certainty evidence).	We found no substantial dispute between all of the interposition and the placebo see the gamble of serious inauspicious core ( SAEs ) : the congener superior strongly suggested that @DRUG$ was associated with the better safety device visibility see all of the SAEs ( RR 0.23 , ninety five % curie 0.05 to 0.99 ; SUCRA = 90.7 ; moderate-certainty manifest ) , succeed by ciclosporin ( RR 0.23 , ninety five % curie 0.01 to 5.10 ; SUCRA = 78.2 ; very low-certainty manifest ) , certolizumab ( RR 0.49 , ninety five % curie 0.10 to 2.36 ; SUCRA = 70.9 ; moderate-certainty manifest ) , remicade ( RR 0.56 , ninety five % curie 0.10 to 3.00 ; SUCRA = 64.4 ; very low-certainty manifest ) , @DRUG$ ( RR 0.72 , ninety five % curie 0.34 to 1.55 ; SUCRA = 62.6 ; low-certainty manifest ) , and fumaric acid esters ( RR 0.77 , ninety five % curie 0.30 to 1.99 ; SUCRA = 57.7 ; very low-certainty manifest ) .	We found 78.2 significant difference between all ; the interventions and CI placebo regarding the ( serious of adverse effects ( SAEs ) : the relative ranking strongly suggested that @DRUG$ was associated with the best safety profile regarding all of the the ( RR 0.23 , 95 % risk 0.05 to 0.99 of SUCRA = 90.7 ; moderate-certainty evidence ) , RR by ciclosporin 95 RR , , 95 % CI 0.01 to 5.10 ; SUCRA = no ; very low-certainty evidence ) , certolizumab CI RR 0.49 low-certainty 95 % CI 0.10 to 2.36 ; SUCRA 0.56 70.9 ; moderate-certainty evidence ( , ) ( RR acid 0.23 95 % SAEs 0.10 to 3.00 ; SUCRA = 64.4 ; very low-certainty , infliximab , @DRUG$ ) followed 0.72 evidence 95 % CI 0.34 to 1.55 ; SUCRA = 62.6 ; , evidence ) , and fumaric very esters ( RR 0.77 , ( % CI 0.30 to 1.99 ; SUCRA = 57.7 ; = low-certainty evidence ) .	We found no significant difference between all of the interventions and the placebo regarding the risk serious adverse effects ( SAEs ) : the relative ranking strongly suggested that @DRUG$ was associated with the best safety profile regarding all of the SAEs 0.23 , % CI 0.05 to 0.99 ; SUCRA = 90.7 ; moderate-certainty ) , followed by ciclosporin ( RR 0.23 , 95 % CI 0.01 to 5.10 ; SUCRA = 78.2 ; very low-certainty evidence ) certolizumab ( RR 0.49 , 95 % CI 0.10 to 2.36 ; SUCRA = 70.9 ; moderate-certainty evidence ) , infliximab ( RR 0.56 , 95 % CI 0.10 to 3.00 ; SUCRA = 64.4 ; very low-certainty evidence ) , @DRUG$ ( RR 0.72 , 95 % CI 0.34 to 1.55 ; = ; low-certainty ) , and fumaric esters ( RR , 95 % CI 0.30 1.99 ; SUCRA = 57.7 ; very low-certainty evidence .	We found no significant difference between all of the interventions and the placebo regarding the risk of serious adverse effects ( SAEs ) : the relative ranking strongly suggested that @DRUG$ was associated with the best safety profile regarding all of the SAEs ( RR 0.23 , 95 % CI 0.	1
1	Studies in patients undergoing hip surgery have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin, warfarin, @DRUG$ 70 and heparin-dihydroergotamine, while additional data suggest no difference between danaparoid, enoxaparin and @DRUG$.	canvas in patients undergo hip surgical process have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin , coumadin , @DRUG$ 70 and heparin-dihydroergotamine , while additional data suggest no difference between danaparoid , enoxaparin and @DRUG$ .	of in patients undergoing hip surgery have shown that danaparoid significantly reduces the incidence postoperative no DVT compared data aspirin , warfarin , @DRUG$ 70 and heparin-dihydroergotamine , while additional with suggest Studies difference between danaparoid , enoxaparin and @DRUG$ .	Studies in patients undergoing hip surgery have shown that danaparoid significantly reduces incidence of postoperative DVT compared with aspirin , warfarin , @DRUG$ 70 and heparin-dihydroergotamine , while additional data suggest no difference between danaparoid , enoxaparin and @DRUG$ .	Studies have shown that danaparoid is more effective than aspirin, warfarin, and heparin-dihydroergotamine at preventing DVT, while enoxaparin is similarly effective.	1
0	Non-modified magnetic iron oxide nanoparticles (MIONPs) can adsorb up to 43.47% of 50 ngmL(-1) of Hg (II) ions from polluted @DRUG$, but modified magnetic ironoxide nanoparticles (@DRUG$-MIONPs) improved the efficiency up to 98.6% for the same concentration.	Non-modified magnetized branding iron oxide nanoparticles ( MIONPs ) can adsorb up to 43.47 % of fifty ngmL ( - one ) of Hg ( two ) ions from polluted @DRUG$ , but modified magnetized ironoxide nanoparticles ( @DRUG$ - MIONPs ) improved the efficiency up to 98.6 % for the same concentration .	Non-modified magnetic iron oxide to ( MIONPs ) can adsorb up nanoparticles 43.47 % , 50 but ( - 1 ) of ngmL ( II ) ions from polluted @DRUG$ of Hg ( magnetic ironoxide nanoparticles modified @DRUG$ - MIONPs ) improved the efficiency up to 98.6 % for the same concentration .	Non-modified magnetic iron oxide nanoparticles ( MIONPs ) can adsorb up to 43.47 ( - 1 ) of Hg ( II ) ions polluted @DRUG$ , but modified magnetic ironoxide nanoparticles ( @DRUG$ - MIONPs improved the efficiency up to 98.6 % the same .	Non-modified magnetic iron oxide nanoparticles ( MIONPs ) can adsorb up to 43.47 % of 50 ngmL ( - 1 ) of Hg ( II ) ions from polluted @DRUG$ , but modified magnetic ironoxide nanoparticles ( @DRUG$ - MIONPs ) improved	0
1	A 1-year comparative study showed that the ocular hypotensive efficacy of dorzolamine 2% 3 times daily was similar to that of @DRUG$ 0.5% twice daily, but slightly inferior to that of @DRUG$ 0.5% twice daily.	A  - year comparative study showed that the opthalmic hypotensive efficacy of dorzolamine 2 % triplet times daily was similar to that of @DRUG$ 0.5 % doubly daily , but slightly inferior to that of @DRUG$ 0.5 % doubly daily .	A 1 - year comparative slightly showed that the ocular hypotensive efficacy of dorzolamine 0.5 was to times daily % similar to that of @DRUG$ 2 % twice daily , but study inferior 3 that of @DRUG$ 0.5 % twice daily .	A - year comparative study showed that the ocular hypotensive efficacy of dorzolamine 2 % 3 times daily was similar to that of @DRUG$ 0.5 % twice daily , but slightly inferior to that of @DRUG$ 0.5 % twice daily .	A 1 - year comparative study showed that the ocular hypotensive efficacy of dorzolamine 2 % 3 times daily was similar to that of @DRUG$ 0.5 % twice daily , but slightly inferior to that of @DRUG$ 0.5 % twice daily .	0
0	We evaluated @DRUG$, a natural compound from Rheum palmatum @DRUG$., as an antagonist for LXRs and investigated its anti-obesity mechanism in high-fat diet-fed mice.	We pass judgment @DRUG$ , a natural compound from Rheum palmatum @DRUG$ . , as an antagonist for LXRs and investigated its anti-obesity mechanism in senior high - fat diet-fed shiner .	We an @DRUG$ a , natural compound from Rheum palmatum @DRUG$ . mice as evaluated antagonist for LXRs and investigated its anti-obesity mechanism in high - fat diet-fed , .	We evaluated @DRUG$ , a natural compound from Rheum palmatum @DRUG$ . , as an antagonist for LXRs and investigated its mechanism in high fat diet-fed mice .	We found that @DRUG$ inhibits the activity of LXRs, which helps to reduce obesity in mice.	1
0	Subjects were randomized to receive six single (5-400 @DRUG$) or five multiple oral doses of @DRUG$ for 28 days (5-100 mg).	Subjects were randomized to receive six single ( 5- 400 @DRUG$ ) or phoebe multiple viva doses of @DRUG$ for 28 days ( 5-100 mg ) .	Subjects were randomized five receive six single ( 5- 400 @DRUG$ ) or ) multiple oral doses of @DRUG$ for 28 days ( 5-100 mg to .	Subjects were randomized to receive six single ( 5- 400 @DRUG$ ) or five multiple doses of @DRUG$ for 28 days ( 5-100 ) .	Some subjects were given a single dose of @DRUG$, while others were given multiple doses of @DRUG$. Both groups were then monitored for 28 days.	0
0	Moreover, it summarizes the characteristics of next-generation NNRTIs: @DRUG$, GSK 2248761, @DRUG$, BILR 355 BS, calanolide A, MK-4965, MK-1439 and MK-6186.	Moreover , it summarizes the device characteristic of next-generation non nucleoside reverse transcriptase inhibitor : @DRUG$ , GSK 2248761 , @DRUG$ , BILR 355 vitamin b , calanolide A , MK -4965 , MK -1439 and MK-6186 .	Moreover , it summarizes the characteristics of next-generation A : @DRUG$ , GSK 2248761 , @DRUG$ , BILR 355 BS , calanolide NNRTIs , MK -4965 , MK -1439 and MK-6186 .	Moreover , it summarizes the characteristics of next-generation NNRTIs : @DRUG$ , GSK 2248761 , @DRUG$ BILR 355 BS calanolide , MK -4965 , MK -1439 and MK-6186 .	Next-generation NNRTIs include @DRUG$, GSK 2248761, @DRUG$, BILR 355 BS, calanolide A, MK-4965, MK-1439 and MK-6186.	0
0	Monosaccharide half-life as well as the effects of intravenous infusion of 0.5 g/kg body weight @DRUG$, fructose, and invert sugar solutions on insulin levels in blood plasma @DRUG$ well as on pyruvate and lactate concentrations in the blood were measured in two adult sheep weighing 72 kg and 65 kg.	Monosaccharide half - life as well as the effects of intravenous infusion of 0.5 g/ kilo body weight @DRUG$ , fructose , and invert shekels solutions on insulin degree in blood plasma @DRUG$ well as on pyruvate and lactate concentrations in the blood were measured in deuce big sheep weighing 72 kilo and 65 kilo .	Monosaccharide half - life as 65 as levels effects of intravenous infusion of 0.5 g/ kg body weight @DRUG$ , fructose , and invert sugar solutions on on the in pyruvate plasma @DRUG$ well as insulin blood and adult concentrations in the blood were measured in two lactate sheep weighing 72 kg and well kg .	Monosaccharide half - life well the effects of intravenous infusion of 0.5 g/ kg body weight @DRUG$ , fructose , and invert sugar on insulin levels in blood plasma @DRUG$ well as on pyruvate and lactate concentrations in the blood were measured in adult sheep weighing 72 kg and 65 kg .	The half-life of monosaccharides, as well as the effects of intravenous infusion of 0.5 g/ kg body weight of @DRUG$, fructose, and invert sugar solutions on insulin levels in blood plasma @DRUG$, as well as on pyruvate and	0
0	OBJECTIVES: Comparative in vivo studies were carried out to determine the adsorption characteristics of @DRUG$ (AMT) on @DRUG$ (AC) and sodium polystyrene sulfonate (SPS).	OBJECTIVES : comparative in vivo studies were carried out to watch the surface assimilation characteristics of @DRUG$ ( AMT ) on @DRUG$ ( AC ) and sodium polystyrene sulfonate ( SPS ) .	OBJECTIVES : Comparative in vivo studies were carried out to ) the adsorption characteristics sulfonate @DRUG$ ( ( ) on @DRUG$ AMT AC determine and sodium polystyrene of ( SPS ) .	OBJECTIVES : Comparative in vivo studies were carried out to determine the adsorption characteristics of @DRUG$ ( AMT ) @DRUG$ ( AC ) and sodium polystyrene sulfonate ( SPS ) .	The objective of this study was to compare how well @DRUG$ (AMT) adsorbs to @DRUG$ (AC) and sodium polystyrene sulfonate (SPS).	0
0	Test samples at 0.01-1.0 mmol/@DRUG$ (@DRUG$ hydrochloride, timolol maleate, betaxolol hydrochloride, levobunolol hydrochloride, or nipradilol) were added to the HCECs before, during, or after UVB irradiation.	Test try at 0.01 - 1.0 mmol / @DRUG$ ( @DRUG$ hydrochloride , blocadren maleate , betaxolol hydrochloride , levobunolol hydrochloride , or nipradilol ) were bestow to the HCECs before , during , or after UVB irradiation .	Test samples at 0.01 - added mmol / @DRUG$ ( @DRUG$ hydrochloride , timolol maleate 1.0 betaxolol hydrochloride , levobunolol hydrochloride , or nipradilol ) were during to the HCECs before , , , or after UVB irradiation .	samples at 0.01 - 1.0 mmol @DRUG$ ( @DRUG$ hydrochloride , timolol maleate , betaxolol hydrochloride , levobunolol hydrochloride , nipradilol ) were added to the HCECs before , during , or after UVB irradiation .	Test samples at 0.01 - 1.0 mmol / @DRUG$ ( @DRUG$ hydrochloride , timolol maleate , betaxolol hydrochloride , levobunolol hydrochloride , or nipradilol ) were added to the HCECs	0
0	We cover nicotine replacement therapy (NRT), antidepressants (@DRUG$ and nortriptyline), nicotine receptor partial agonists (varenicline and cytisine), anxiolytics, selective type 1 cannabinoid receptor antagonists (rimonabant), clonidine, lobeline, dianicline, mecamylamine, Nicobrevin, opioid antagonists, nicotine vaccines, and @DRUG$ acetate.	We cover nicotine replacement therapy ( NRT ) , antidepressants ( @DRUG$ and nortriptyline ) , nicotine sense organ partial agonist ( varenicline and cytisine ) , anxiolytics , selective type one cannabinoid sense organ opposer ( rimonabant ) , clonidine , lobeline , dianicline , mecamylamine , Nicobrevin , opioid opposer , nicotine vaccine , and @DRUG$ acetate .	We cover nicotine replacement therapy varenicline NRT partial , antidepressants cannabinoid @DRUG$ and nortriptyline ) , nicotine receptor ) agonists ( ( , cytisine ) , anxiolytics , selective type 1 ( receptor antagonists ( rimonabant ) , clonidine vaccines lobeline , dianicline and mecamylamine , Nicobrevin , opioid antagonists , nicotine , , and @DRUG$ acetate .	We nicotine replacement therapy ( NRT , antidepressants ( @DRUG$ and ) nicotine receptor partial agonists ( varenicline and cytisine ) , anxiolytics , selective type 1 cannabinoid receptor antagonists ( rimonabant ) , clonidine , lobeline , , mecamylamine , Nicobrevin , antagonists , nicotine vaccines , and @DRUG$ acetate .	@DRUG$ is a type of drug that is used to treat various conditions, while @DRUG$ is a type of drug that is used to help people stop smoking.	0
0	Furthermore, 12-week treatment with HCTZ resulted in significant increases in @DRUG$ (+11.0 +/- 4.1 mg/dl) and total cholesterol/HDL ratio (+0.3 +/- 0.1 @DRUG$/dl) and a significant decrease in HDL (-3.2 +/- 0.7 mg/dl).	what is more , 12 - week intervention with HCTZ resulted in significant increases in @DRUG$ ( +11.0 +/- 4.1 magnesium / dl ) and total cholesterin / HDL ratio ( + 0.3 +/- 0.1 @DRUG$ / dl ) and a significant lessening in HDL ( -3.2 +/- 0.7 magnesium /dl ) .	Furthermore , 12 - week treatment with HCTZ ( in significant / in @DRUG$ ( +11.0 +/- 4.1 mg / dl ) and total cholesterol / HDL ratio ( + -3.2 0.1 +/- @DRUG$ increases dl /dl and a significant decrease in HDL resulted 0.3 +/- 0.7 mg ) ) .	Furthermore , 12 - week treatment with resulted in significant increases in @DRUG$ ( +/- 4.1 mg / dl ) and total cholesterol / ratio ( 0.3 +/- 0.1 @DRUG$ / dl ) and a significant in HDL ( -3.2 +/- 0.7 mg /dl ) .	HCTZ treatment resulted in significant increases in @DRUG$ and total cholesterol / HDL ratio and a significant decrease in HDL.	1
0	Although bile acids, such as taurocholic acid, @DRUG$, and @DRUG$, were not substrates of SOAT, the sulfoconjugated bile acid taurolithocholic acid-3-sulfate was transported by SOAT-HEK293 cells in a sodium-dependent manner and showed competitive inhibition of SOAT transport with an apparent K(i) value of 0.24 mum.	Although bile acids , such as taurocholic acid , @DRUG$ , and @DRUG$ , were not substratum of SOAT , the sulfoconjugated bile acid taurolithocholic acid-3 - sulfate was transported by SOAT - HEK293 cell in a atomic number  - hooked manner and showed competitive inhibition of SOAT transport with an seeming K ( i ) value of 0.24 florists chrysanthemum .	( bile acids , such as taurocholic acid taurolithocholic @DRUG$ K and @DRUG$ was were not substrates of SOAT , the sulfoconjugated bile acid , acid-3 , sulfate - transported by SOAT - HEK293 cells in a sodium - dependent manner and showed competitive inhibition of SOAT transport with an apparent , Although i ) value of 0.24 mum .	Although bile acids , such as taurocholic acid @DRUG$ , and @DRUG$ , were not substrates SOAT , the sulfoconjugated bile acid taurolithocholic acid-3 - sulfate was transported by SOAT - cells in a sodium - dependent manner and competitive SOAT transport with an apparent K ( i ) value of 0.24 mum .	Although bile acids, such as taurocholic acid, @DRUG$, and @DRUG$, were not substrates of SOAT, the sulfoconjugated bile acid taurolithocholic acid-3-sulfate was transported by SOAT-HEK	0
0	The mortality endpoint (LC(50)), however, is not a reliable predictor of the effects of @DRUG$ under field situations (e.g. @DRUG$ paddies), because the paralysis effect induced by this insecticide takes place at much lower concentrations than those required to cause the death of the animals: regardless of the taxa, differences as large as 100- or 600-fold were observed between the EC(50) and LC(50) for the same exposures.	The mortality end point ( LC ( 50 ) ) , withal , is not a reliable predictor of the effects of @DRUG$ under field situations ( e.g. @DRUG$ paddies ) , because the paralysis effect induced by this insecticide deal place at very much lower absorption than those required to cause the death of the animals : regardless of the taxa , differences as large as hundred - or 600 - fold were discovered between the common market ( 50 ) and LC ( 50 ) for the same exposures .	The mortality endpoint ( between ( 50 ) ) , for , ( not a reliable predictor of EC effects of @DRUG$ under field situations is e.g. @DRUG$ paddies ) , as the paralysis of induced by this insecticide takes place at much lower concentrations than observed required to cause the death effect the animals : regardless of the taxa , the because large as 100 - or 600 - fold were those LC the differences ( 50 ) and LC ( 50 ) however the same exposures .	The mortality endpoint ( LC ( 50 ) , however , is not a reliable predictor of the effects of @DRUG$ under field situations ( e.g. @DRUG$ paddies ) , because the paralysis effect induced by insecticide takes place at much lower concentrations than those required cause the death of the animals : regardless of the taxa , differences as large as 100 or 600 - fold were EC 50 ) and LC ( 50 ) for the same exposures .	The mortality endpoint ( LC ( 50 ) ) , however , is not a reliable predictor of the effects of @DRUG$ under field situations ( e.g. @DRUG$ paddies ) , because the paralysis effect induced by this insecticide takes place at much lower concentrations than those required to cause the	0
1	@DRUG$ was found to overcome bortezomib resistance and to trigger synergistic antimyeloma activity with @DRUG$, lenalidomide, and histone deacetylase inhibitors.	@DRUG$ was found to overcome bortezomib electrical resistance and to trigger synergistic antimyeloma activity with @DRUG$ , lenalidomide , and histone deacetylase inhibitor .	@DRUG$ to found to overcome bortezomib resistance and was trigger synergistic antimyeloma activity with @DRUG$ , lenalidomide deacetylase and histone , inhibitors .	@DRUG$ was found to overcome bortezomib resistance and trigger synergistic antimyeloma activity @DRUG$ , lenalidomide , and histone deacetylase inhibitors .	@DRUG$ was found to be more effective than bortezomib at killing myeloma cells, and it also worked synergistically with lenalidomide and histone deacetylase inhibitors.	1
0	CONCLUSION: When administered a similar dose on a per weight basis, @DRUG$ has a substantially longer elimination half-life and maximal drug plasma concentration in cats @DRUG$ compared to those previously reported in dogs.	CONCLUSION : When administered a similar dose on a per weight basis , @DRUG$ has a substantially longer evacuation half - life and maximum drug plasma concentration in cats @DRUG$ compared to those previously reported in dog .	CONCLUSION : When administered a similar those on a reported weight basis , @DRUG$ has a substantially longer elimination half - life and maximal dogs plasma concentration in cats @DRUG$ compared to dose previously per in drug .	CONCLUSION : When administered similar dose on per weight basis , @DRUG$ has a substantially elimination half - life and maximal plasma concentration in cats @DRUG$ those previously reported in dogs .	When administered a similar dose on a per weight basis, @DRUG$ has a substantially longer elimination half-life and maximal drug plasma concentration in cats @DRUG$ compared to those previously reported in dogs.	0
0	Sunitinib was also associated with a higher objective response rate than was @DRUG$ (31% vs. 6%, @DRUG$<0.001).	Sunitinib was likewise associated with a higher objective response rate than was @DRUG$ ( 31 % vs. sestet % , @DRUG$ < 0.001 ) .	Sunitinib was also associated with a higher objective response rate than 31 @DRUG$ ( , % vs. 6 % was @DRUG$ < 0.001 ) .	Sunitinib was also associated with a higher objective response rate @DRUG$ ( 31 % vs. 6 % , @DRUG$ < 0.001 ) .	Sunitinib was also associated with a higher objective response rate than was @DRUG$ ( 31 % vs. 6 % , @DRUG$ < 0.001 ) ."Sunitinib was more effective than DRUGA in achieving an objective response.	0
0	However, at 1 week after the administration of a single dosage 6[R,S] 5-MTHF, we detected 6[@DRUG$] 5-MTHF following the administration of @DRUG$, indicating storage of this isomer in the body.	However , at 1 week after the administration of a single dose 6 [ R , reciprocal ohm ] 5 - MTHF , we detected 6 [ @DRUG$ ] 5 - MTHF following the administration of @DRUG$ , signal storage of this isomer in the soundbox .	at , However 1 week after the the of a single dosage 6 [ R 5 ] S , - MTHF , we detected 6 [ @DRUG$ ] 5 - MTHF following administration administration of @DRUG$ , indicating storage of this isomer in the body .	However , at 1 week after the administration of a single dosage 6 [ R , S ] 5 - MTHF , we detected 6 [ @DRUG$ ] 5 - MTHF following the administration of @DRUG$ indicating storage of this isomer in the body .	However, at 1 week after the administration of a single dosage of 6 [R,S]-5-MTHF, we detected 6 [@DRUG$]5-MTHF following the administration of @DRUG$, indicating storage of this isomer in the body.	0
1	@DRUG$ (in combination with @DRUG$) is both an inhibitor and inducer of cytochrome p450, with significant potential for drug-drug interactions, and therefore, it must be used cautiously when administered to patients who are receiving other drugs.	@DRUG$ ( in combination with @DRUG$ ) is both an inhibitor and inducer of cytochrome p450 , with significant potential difference for drug-drug interactions , and therefore , it must be used guardedly when mete out to patient role who are receiving other drugs .	@DRUG$ ( in combination with @DRUG$ ) is both of inhibitor and inducer an cytochrome p450 , with significant potential when drug-drug interactions , and therefore , it must be used cautiously who drugs to patients for are receiving other administered .	@DRUG$ ( in combination with @DRUG$ ) is both an inhibitor and inducer of cytochrome p450 , with significant potential for drug-drug interactions , and therefore it be used cautiously when administered to patients who are receiving other drugs .	@DRUG$ can both inhibit and induce cytochrome p450, so it's important to use caution when administering it to patients who are also taking other drugs.	1
0	PF1022A contains 4 N-Methyl-@DRUG$-leucines, 2 D-lactic acids and 2-D-phenyllactic acids arranged as a cyclic octadepsipeptide with an alternating L-@DRUG$-L-configuration.	PF1022A arrest 4 N- Methyl-@DRUG$ - leucine , 2 D-lactic acids and 2 - D- phenyllactic acids arranged as a cyclic octadepsipeptide with an alternating L-@DRUG$ -L-configuration .	with contains 4 N- Methyl-@DRUG$ - leucines , 2 D-lactic acids and 2 arranged D- phenyllactic acids - as a cyclic octadepsipeptide PF1022A an alternating L-@DRUG$ -L-configuration .	PF1022A contains 4 N- Methyl-@DRUG$ - leucines , 2 D-lactic acids and 2 - D- acids arranged as a cyclic octadepsipeptide with an alternating L-@DRUG$ -L-configuration .	PF1022A contains 4 N- Methyl-@DRUG$ - leucines , 2 D-lactic acids and 2 - D- phenyllactic acids arranged as a cyclic octadepsipeptide with an alternating L-@DRUG$ -L-configuration .	0
0	Ezetimibe does not have significant effects on plasma levels of HMG-CoA reductase inhibitors commonly known as statins (atorvastatin, fluvastatin, lovastatin, pitavastatin, @DRUG$, rosuvastatin, simvastatin), fibric acid derivatives (gemfibrozil, fenofibrate), digoxin, glipizide, warfarin and triphasic oral contraceptives (ethinylestradiol and @DRUG$).	Ezetimibe does not have important effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , @DRUG$ , rosuvastatin , zocor ) , fibric acid derivative ( gemfibrozil , fenofibrate ) , lanoxin , glipizide , warfarin and triphasic oral examination contraceptives ( ethinylestradiol and @DRUG$ ) .	and does not have significant effects on plasma levels of ) - CoA reductase inhibitors commonly known as statins ( atorvastatin , fluvastatin , , , pitavastatin , @DRUG$ ) Ezetimibe , simvastatin lovastatin , fibric acid derivatives ( gemfibrozil , fenofibrate ) , digoxin , glipizide , warfarin and triphasic oral contraceptives ( ethinylestradiol rosuvastatin @DRUG$ HMG .	Ezetimibe does have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , , lovastatin , pitavastatin , @DRUG$ , rosuvastatin , simvastatin ) , fibric acid derivatives ( gemfibrozil , fenofibrate ) , , glipizide , warfarin and triphasic oral contraceptives ( ethinylestradiol and @DRUG$ ) .	Ezetimibe does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( atorvastatin , fluvastatin , lovastatin , pitavastatin , rosuvastatin , simvastatin )	1
0	At the end of treatment, the combination provided more pronounced PI reduction (3.540 points) compared with @DRUG$ (2.371, p < 0.0001), @DRUG$ (3.074, p = 0.0259) and placebo (1.884, p < 0.0001).	At the terminate of treatment , the combination put up more judge PI reduction ( 3.540 manoeuver ) compared with @DRUG$ ( 2.371 , p < 0.0001 ) , @DRUG$ ( 3.074 , p = 0.0259 ) and placebo ( 1.884 , p < 0.0001 ) .	At the end of < , the combination provided more pronounced PI reduction ( 3.540 points ) compared with @DRUG$ ( 2.371 , p and 0.0001 ) , @DRUG$ 1.884 3.074 , p = 0.0259 ) treatment placebo , ( ( p < 0.0001 ) .	At the end of treatment , the provided more pronounced PI reduction 3.540 points ) compared with @DRUG$ ( 2.371 , p < 0.0001 ) @DRUG$ ( 3.074 , p = 0.0259 ) and placebo ( 1.884 p < ) .	At the end of treatment, the combination provided more pronounced PI reduction (3.540 points) compared with @DRUG$ (2.371, p < 0.0001), @DRUG$ (3.074, p = 0.0259), and placebo (1.884, p <	0
0	BACKGROUND: @DRUG$ @DRUG$ (ESL) is a new antiepileptic drug (AED) licensed as adjunctive therapy in adults with partial-onset or focal seizures.	BACKGROUND : @DRUG$ @DRUG$ ( ESL ) is a newfangled antiepileptic drug ( AED ) licensed as adjunctive therapy in adults with partial - onset or focal ictus .	BACKGROUND : @DRUG$ @DRUG$ ( drug ) is a new antiepileptic ESL seizures AED ) licensed as adjunctive therapy in adults with partial - onset or focal ( .	: @DRUG$ @DRUG$ ( ESL ) is new antiepileptic drug ( AED licensed as adjunctive therapy in adults with partial - onset or focal seizures .	@DRUG$ is a new antiepileptic drug licensed as adjunctive therapy in adults with partial-onset or focal seizures.	1
0	To examine the effect of 1,25-dihydroxyvitamin @DRUG$(3), the major metabolite of @DRUG$, on endothelium-dependent contractions, aortic rings of spontaneously hypertensive rats (SHR) were suspended in organ chambers for isometric force measurements.	To examine the effect of 1,25 - dihydroxyvitamin @DRUG$ ( 3 ) , the major metabolite of @DRUG$ , on endothelium - subordinate contractions , aortic pack of ad libitum hypertensive rats ( SHR ) were suspended in organ chambers for isometric drive measurements .	To examine the effect ) 1,25 - dihydroxyvitamin @DRUG$ ( 3 of , the ( metabolite for @DRUG$ , on aortic - dependent contractions , endothelium rings of spontaneously hypertensive rats major SHR ) were suspended in organ chambers of isometric force measurements .	To examine the effect of 1,25 - dihydroxyvitamin @DRUG$ ( 3 ) , the major metabolite of @DRUG$ , on endothelium - dependent contractions aortic of spontaneously hypertensive ( SHR ) suspended in organ chambers for isometric force measurements .	The effect of 1,25 - dihydroxyvitamin @DRUG$ on endothelium - dependent contractions was examined by suspending aortic rings of spontaneously hypertensive rats in organ chambers for isometric force measurements.	1
0	Approximately 0.35 and 4.5% of the administered dose were recovered in the urine @DRUG$ clindamycin phosphate and @DRUG$, respectively.	close to 0.35 and 4.5 % of the shell out dose were recovered in the urine @DRUG$ clindamycin phosphate and @DRUG$ , respectively .	Approximately 0.35 and 4.5 the of the % dose were recovered in administered urine @DRUG$ clindamycin phosphate and @DRUG$ , respectively .	Approximately 0.35 and 4.5 % of the administered dose were recovered in the urine @DRUG$ clindamycin phosphate and @DRUG$ , respectively	Approximately 0.35% of the clindamycin phosphate dose was recovered in the urine as clindamycin, and 4.5% of the clindamycin phosphate dose was recovered in the urine as clindamycin metabolites.	1
1	A quantitative high performance liquid chromatography method (HPLC) and a confirmative liquid chromatography-tandem mass spectrometry (LC-MS/MS) for the simultaneous determination of 18 sulfonamides such as sulfamidinum, sulfanilamide, sulfisomidine, sulfadiazine, @DRUG$, sulfathiazole, sulfamerazine, sulfadimidine, sulfamethoxypyridazine, sulfamethoxydiazine, @DRUG$, sulfachloropyridazine, sulfamethoxazole, sulfamonomethoxine, sulfadoxine, sulfaclozine, sulfadimethoxine, sulfaquinoxaline in the muscles, livers and kidneys of swine, bovine and chicken were developed and validated.	A quantitative high performance liquid chromatography method acting ( HPLC ) and a confirmative liquid chromatography - tandem mass spectroscopic analysis ( LC - megabyte / megabyte ) for the simultaneous decision of 18 sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine , sulfadiazine , @DRUG$ , sulfathiazole , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , sulfamethoxydiazine , @DRUG$ , sulfachloropyridazine , sulfamethoxazole , sulfamonomethoxine , sulfadoxine , sulfaclozine , sulfadimethoxine , sulfaquinoxaline in the muscles , liver and kidney of swine , bovine and lily livered were rise and validated .	A - high performance liquid chromatography method ( HPLC sulfachloropyridazine and a confirmative liquid chromatography - tandem mass spectrometry ( in quantitative MS / MS ) for sulfisomidine simultaneous determination of 18 sulfonamides such and sulfamidinum , , , swine , sulfadiazine , @DRUG$ , sulfathiazole , sulfamerazine sulfanilamide sulfamethoxypyridazine , sulfadimidine , sulfamethoxydiazine , @DRUG$ , ) , sulfamethoxazole , sulfamonomethoxine , sulfadoxine , sulfaclozine , sulfadimethoxine , sulfaquinoxaline LC the muscles , livers and kidneys of the , bovine as chicken were developed and validated .	A quantitative high performance liquid chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass ( - MS / MS ) the simultaneous determination of 18 sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine , , @DRUG$ , sulfathiazole , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , sulfamethoxydiazine , @DRUG$ , sulfachloropyridazine , sulfamethoxazole , , sulfadoxine , sulfaclozine , sulfadimethoxine in the muscles , livers and kidneys of swine , bovine and chicken were developed and validated .	A quantitative high performance liquid chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass spectrometry ( LC - MS / MS ) for the simultaneous determination of 18 sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine ,	1
0	The search for a penicillin with additional antimicrobial activity against the Enterobacteriaceae and Pseudomonas aeruginosa led to the development of the carboxypenicillins (carbenicillin and ticarcillin) and the ureidopenicillins (@DRUG$, azlocillin, and @DRUG$).	The seek for a penicillin with extra antimicrobial activeness against the Enterobacteriaceae and Pseudomonas aeruginosa led to the development of the carboxypenicillins ( carbenicillin and ticarcillin ) and the ureidopenicillins ( @DRUG$ , azlocillin , and @DRUG$ ) .	and search activity a Enterobacteriaceae with additional antimicrobial for against the penicillin and Pseudomonas aeruginosa led to the development of the carboxypenicillins ( carbenicillin and ticarcillin ) The the ureidopenicillins ( @DRUG$ , azlocillin , and @DRUG$ ) .	The search for a penicillin with additional antimicrobial activity against the Enterobacteriaceae and Pseudomonas aeruginosa led to the development of the ( carbenicillin and ticarcillin ) and the ureidopenicillins ( @DRUG$ , and @DRUG$ ) .	The search for a penicillin with additional antimicrobial activity against the Enterobacteriaceae and Pseudomonas aeruginosa led to the development of the carboxypenicillins ( carbenicillin and ticarcillin ) and the ureidopenicill	1
0	Plasma half-life (t1/2) values vary for the macrolides described: @DRUG$, oleandomycin, josamycin and @DRUG$ have a t1/2 ranging from 1 to 2 hours; spiramycin, erythromycin stearate, the mercaptosuccinate salt of propionyl erythromycin and rosaramicin have an intermediate t1/2 (about 7, 6.5, 5 and 4.5 hours, respectively); the newer semisynthetic compounds roxithromycin and azithromycin are characterised by high t1/2 values (i.e. 11 and 41 hours, respectively).	Plasma half - life history ( t1/2 ) respect vary for the macrolides described : @DRUG$ , oleandomycin , josamycin and @DRUG$ have a t1/2 ranging from 1 to  hour ; spiramycin , erythromycin stearate , the mercaptosuccinate salt of propionyl erythromycin and rosaramicin have an intermediate t1/  ( about 7 , 6.5 , 5 and 4.5 hour , respectively ) ; the raw semisynthetic deepen roxithromycin and zithromax are characterised by heights t1 /  respect ( i.e. 11 and 41 hour , respectively ) .	Plasma half t1/ life for t1/2 ) values vary by the macrolides described 2 @DRUG$ , oleandomycin , josamycin have @DRUG$ have a t1/2 ranging from 1 to 2 hours ; spiramycin , erythromycin stearate , / mercaptosuccinate salt of propionyl erythromycin and rosaramicin and an intermediate - : ( about 7 , roxithromycin , 5 and 4.5 hours , respectively ) ; the newer semisynthetic compounds 6.5 and azithromycin are respectively ( high t1 the 2 values ( i.e. 11 and 41 hours , characterised ) .	Plasma half - life ( t1/2 ) values vary for the macrolides described @DRUG$ , oleandomycin , josamycin and @DRUG$ a t1/2 ranging from 1 to hours ; spiramycin , erythromycin stearate , the mercaptosuccinate salt of propionyl erythromycin and rosaramicin have an intermediate t1/ 2 ( about 7 , 6.5 , 5 and hours respectively ) ; the newer semisynthetic compounds roxithromycin and azithromycin are characterised by high t1 / 2 values ( i.e. 11 and 41 hours , respectively ) .	@DRUG$ has a plasma half-life (t1/2) value of 1 to 2 hours, while @DRUG$ has a t1/2 value of 7 to 41 hours.	0
0	Leuprolide @DRUG$ (LA), a gonadotropin-releasing hormone (@DRUG$) agonist, is the only pharmacological agent currently approved for the short-term and pre-operative management of symptomatic UFs in the USA.	Leuprolide @DRUG$ ( pelican state ) , a gonadotropin-releasing hormone ( @DRUG$ ) agonist , is the only pharmacological agent presently approved for the short-term and pre-operative management of symptomatic UFs in the u s army .	Leuprolide @DRUG$ ( LA short-term , a gonadotropin-releasing hormone only @DRUG$ ) agonist , is the ( pharmacological agent currently approved for the and ) pre-operative management of symptomatic UFs in the USA .	Leuprolide @DRUG$ ( LA , a gonadotropin-releasing hormone ( @DRUG$ ) agonist , is the only pharmacological agent currently approved for the short-term and pre-operative management of symptomatic UFs in the USA .	Leuprolide @DRUG$ ( LA ) is a gonadotropin-releasing hormone ( @DRUG$ ) agonist that is the only pharmacological agent currently approved for the short-term and pre-operative management of symptomatic UFs in the USA .	0
1	@DRUG$ primarily acts by blocking T-type voltage-gated calcium channels in thalamic neurones while @DRUG$ and zonisamide have multiple mechanisms of action.	@DRUG$ chiefly acts by blocking T-type voltage - gated calcium channels in thalamic neurones while @DRUG$ and zonisamide have multiple mechanisms of military action .	@DRUG$ primarily acts by blocking voltage thalamic - gated calcium channels in T-type neurones while @DRUG$ and zonisamide have multiple mechanisms of action .	@DRUG$ primarily acts by blocking T-type voltage - gated calcium channels in thalamic neurones while @DRUG$ zonisamide have of action .	@DRUG$ blocks T-type voltage - gated calcium channels in thalamic neurones, while @DRUG$ and zonisamide have multiple mechanisms of action.	0
0	In phase III, randomized, controlled trials, two doses of ferumoxytol (510 mg iron/dose) given 2-8 days apart increased mean @DRUG$ levels from baseline to week 5 significantly more than oral @DRUG$ (200 mg/day for 21 days) in adult patients with iron deficiency anaemia and CKD stages 1-5.	In phase three , randomized , controlled trials , two doses of ferumoxytol ( 510 mg iron / dose ) given 2 - 8 days apart increase imply @DRUG$ levels from service line to week 5 significantly more than oral @DRUG$ ( 200 mg / day for xxi days ) in adult patients with iron deficiency anemia and CKD stages 1- 5 .	to phase III ( randomized , controlled trials , two doses of ferumoxytol CKD 510 mg iron 1- dose ) given 2 - 8 days apart increased mean @DRUG$ levels from baseline In week 5 significantly more than oral @DRUG$ and 200 mg / day for 21 days with in adult patients ) iron deficiency anaemia ( , stages / 5 .	In phase III , randomized , controlled trials , two doses ferumoxytol ( 510 mg iron / dose ) given 2 8 days apart increased mean @DRUG$ levels baseline to week 5 significantly more than oral @DRUG$ ( 200 / day for 21 days ) in adult with iron deficiency anaemia CKD stages 1- 5 .	Ferumoxytol (510 mg iron/dose) given 2-8 days apart increased mean @DRUG$ levels from baseline to week 5 significantly more than oral @DRUG$ (200 mg/day for 21 days) in adult patients with iron deficiency anaemia and CKD stages 1-5	0
0	RESULTS: Several of the acyl derivatives were found to be superior to @DRUG$-PEN against MX-1, human ZR-75-1 breast tumor, human U251 CNS tumor and the P388 leukemia parent cell line and lines resistant to cyclophosphamide and @DRUG$.	RESULTS : Several of the acyl derivative were detect to be superior to @DRUG$ - PEN against MX - 1 , human ZR - 75 - 1 breast tumor , human U251 CNS tumor and the P388 leucaemia raise cell line and lines resistant to cyclophosphamide and @DRUG$ .	RESULTS : be of leukemia - derivatives were found to Several superior to @DRUG$ - PEN against MX acyl 1 , human ZR , 75 - 1 breast tumor - human U251 CNS tumor and the P388 the parent cell line and lines resistant to cyclophosphamide and @DRUG$ .	RESULTS : of the acyl derivatives found be superior to @DRUG$ - PEN against MX - 1 , human - 75 - 1 breast tumor , human U251 CNS tumor and the P388 leukemia parent line lines resistant to cyclophosphamide and @DRUG$ .	Some of the acyl derivatives were found to be better than @DRUG$ - PEN against MX - 1 , human ZR - 75 - 1 breast tumor , human U251 CNS tumor and the P388 leukemia parent cell line and lines resistant to cyclophosphamide and @DRUG$ .	0
1	CONCLUSIONS: This study failed to show significantly superior efficacy of triflusal over @DRUG$ in the long-term prevention of vascular events after stroke, but @DRUG$ was associated with a significantly lower rate of hemorrhagic complications.	finale : This study failed to show importantly superior efficacy of triflusal over @DRUG$ in the long-term bar of vascular events after stroke , but @DRUG$ was associated with a importantly lower rate of hemorrhagic complications .	significantly : This study failed to show significantly complications efficacy of triflusal over @DRUG$ in the long-term prevention of vascular events after stroke , but @DRUG$ was associated CONCLUSIONS a with lower rate of hemorrhagic superior .	CONCLUSIONS : This study failed to show significantly superior efficacy of @DRUG$ in the long-term prevention of vascular events after , but @DRUG$ was associated with a significantly lower rate of hemorrhagic complications	TRIFLUSAL was not found to be more effective than @DRUG$ in preventing vascular events after stroke, but DRUGA was associated with a lower rate of hemorrhagic complications.	1
1	Search terms included bupropion, @DRUG$, duloxetine, @DRUG$, mirtazapine, venlafaxine, and vilazodone in combination with each of the following terms: cardiac toxicity, QTc prolongation, QT prolongation, torsades de pointes, and TdP.	Search full term included bupropion , @DRUG$ , duloxetine , @DRUG$ , mirtazapine , venlafaxine , and vilazodone in compounding with each of the pursue full term : cardiac toxicity , QTc prolongation , QT prolongation , torsades de bespeak , and TdP .	Search terms combination bupropion , @DRUG$ , duloxetine TdP @DRUG$ , mirtazapine , venlafaxine , and vilazodone in included with each torsades the following terms prolongation cardiac toxicity , QTc prolongation , QT : , of de pointes , and , .	Search terms included bupropion , @DRUG$ , duloxetine , @DRUG$ , mirtazapine , venlafaxine , vilazodone in combination with each of the following terms : toxicity , QTc prolongation , QT prolongation , torsades de pointes , and TdP .	Bupropion, duloxetine, mirtazapine, venlafaxine, and vilazodone can all cause cardiac toxicity, QTc prolongation, and QT prolongation, which can lead to torsades de pointes and TdP	1
0	We investigated whether or not emodin, @DRUG$-@DRUG$ and rhein induced DNA damage and inhibited DNA repair gene expression in SCC-4 cells.	We investigated whether or not emodin , @DRUG$ - @DRUG$ and rhein induced deoxyribonucleic acid damage and inhibit deoxyribonucleic acid repair gene expression in SCC - 4 cells .	We investigated inhibited - not emodin , @DRUG$ - @DRUG$ and rhein induced DNA damage and whether DNA repair gene expression in SCC or 4 cells .	We investigated whether or not emodin , @DRUG$ - @DRUG$ and rhein DNA damage and inhibited DNA repair gene expression in SCC - 4 .	We looked at whether or not emodin, a compound in @DRUG$, causes DNA damage and inhibits the expression of DNA repair genes in SCC - 4 cells.	1
0	Efficacy of slow-release collar formulations of imidacloprid/flumethrin and deltamethrin and of spot-on formulations of fipronil/(s)-- methoprene, dinotefuran/pyriproxyfen/permethrin and (s) -methoprene/@DRUG$/fipronil against Rhipicephalus sanguineus and @DRUG$ felis on dogs.	Efficacy of slow- departure cop conceptualization of imidacloprid / flumethrin and deltamethrin and of spot-on conceptualization of fipronil / ( s ) -- methoprene , dinotefuran / pyriproxyfen / permethrin and ( s ) - methoprene / @DRUG$ / fipronil against Rhipicephalus sanguineus and @DRUG$ felis on bounder .	Efficacy of slow- and methoprene formulations ) imidacloprid / flumethrin and deltamethrin and of release formulations of fipronil / ( s of -- collar , dinotefuran / pyriproxyfen / permethrin spot-on ( s ) - methoprene / @DRUG$ / fipronil against Rhipicephalus sanguineus and @DRUG$ felis on dogs .	Efficacy of slow- release collar formulations of imidacloprid / flumethrin and deltamethrin and spot-on formulations of fipronil / ( s ) -- methoprene , dinotefuran / / permethrin s ) - methoprene / @DRUG$ / fipronil against Rhipicephalus sanguineus and @DRUG$ felis on dogs .	The efficacy of slow-release collar formulations of imidacloprid / flumethrin and deltamethrin and of spot-on formulations of fipronil / ( s ) -- methoprene , dinotefuran / pyriproxyfen / permethrin and (	1
0	The other is also generated from NAD+ in the presence of a high concentration of phosphate ions at alkaline pH. This inhibitor was proved to be the addition compound of one phosphate group to position C-4 of the @DRUG$ ring of NAD+ by NMR spectroscopy, enzymatic cleavage, and dissociation to NAD+ at neutral pH. This compound is a competitive inhibitor with respect to @DRUG$ in the presence of the lactate dehydrogenase with a Ki of 2 X 10(-7) M.	The other is also generated from nicotinamide adenine dinucleotide + in the mien of a high concentration of phosphate ion at alkaline ph scale . This inhibitor was turn up to be the addition compound of one phosphate group to position C- 4 of the @DRUG$ ring of nicotinamide adenine dinucleotide + by NMR spectroscopic analysis , enzymatic cleavage , and dissociation to nicotinamide adenine dinucleotide + at neutral ph scale . This compound is a free enterprise inhibitor with respect to @DRUG$ in the mien of the nurse dehydrogenase with a Ki of 2 go 10 ( - 7 ) M.	The other is also generated from NAD + in the presence of a high concentration of phosphate @DRUG$ to alkaline pH . This inhibitor was enzymatic to be the addition compound of one phosphate group at inhibitor C- 4 of the @DRUG$ ring 7 NAD + by at spectroscopy , proved cleavage , and dissociation to NAD + the neutral pH . This compound is a competitive position X respect a ions in the presence of NMR lactate dehydrogenase with to Ki of 2 with 10 ( - of ) M.	The other is also generated from NAD + in the presence of a concentration of phosphate ions at alkaline pH . This inhibitor was proved to be the addition compound of one phosphate group position C- of the ring of NAD + by NMR spectroscopy enzymatic cleavage , and dissociation to NAD + at neutral pH . This compound is a competitive inhibitor with respect to @DRUG$ in the presence of the lactate dehydrogenase with a Ki of 2 X 10 ( - 7 ) M.	@DRUG$ is a competitive inhibitor with respect to @DRUG$ in the presence of the lactate dehydrogenase with a Ki of 2 X 10 ( - 7 ) M.	0
0	The oral administration of zaleplon (0.25-1.0 mg/kg), @DRUG$ (0.0625-0.25 mg/kg), zopiclone (1.0-4.0 mg/kg), brotizolam (0.0625-0.25 mg/kg), and nitrazepam (0.125-0.5 @DRUG$/kg) lengthened the total sleep in a dose-dependent manner.	The unwritten administration of zaleplon ( 0.25 - 1.0 magnesium / kg ) , @DRUG$ ( 0.0625-0.25 magnesium / kg ) , zopiclone ( 1.0- 4.0 magnesium / kg ) , brotizolam ( 0.0625-0.25 magnesium / kg ) , and nitrazepam ( 0.125-0.5 @DRUG$ / kg ) lengthened the add up rest in a dose-dependent style .	The oral administration of ( 1.0- 0.25 - zopiclone mg / kg ) , @DRUG$ ( 0.0625-0.25 , / kg ) 1.0 mg ( zaleplon 4.0 mg / kg ) , brotizolam ( 0.0625-0.25 mg / kg ) , and nitrazepam ( 0.125-0.5 @DRUG$ / kg ) lengthened the total sleep in a dose-dependent manner .	The administration of zaleplon ( 0.25 - 1.0 / kg ) , @DRUG$ ( 0.0625-0.25 mg / kg ) , zopiclone ( 1.0- 4.0 mg / kg ) , ( mg / ) , and nitrazepam ( 0.125-0.5 @DRUG$ / kg ) lengthened the total sleep a dose-dependent manner .	The more @DRUG$ is given, the longer the total sleep will be.	1
1	Drug interactions observed with bosentan @DRUG$ studies have demonstrated a potential for significant clinical implications during @DRUG$ management: bosentan is contraindicated with cyclosporine A and glyburide, and additional monitoring/dose adjustments are required when coadministered with hormonal contraceptives, simvastatin, lopinavir/ritonavir, and rifampicin.	dot interactions observed with bosentan @DRUG$ studies have demonstrated a potential for significant clinical implications during @DRUG$ management : bosentan is contraindicated with cyclosporine A and glyburide , and extra monitoring / dot adjustments are necessitate when coadministered with hormonal contraceptives , zocor , lopinavir / ritonavir , and rifampicin .	Drug interactions observed with A @DRUG$ studies have demonstrated a potential for : clinical implications during @DRUG$ management significant bosentan is contraindicated with cyclosporine bosentan and glyburide , and additional , / dose adjustments are required simvastatin coadministered with hormonal contraceptives , when , lopinavir / ritonavir monitoring rifampicin and .	Drug interactions observed with bosentan @DRUG$ studies demonstrated a potential significant clinical implications during @DRUG$ management : bosentan is contraindicated with cyclosporine A and glyburide and additional monitoring / dose are required coadministered hormonal contraceptives , simvastatin , lopinavir / ritonavir , and rifampicin .	Drug interactions observed with bosentan @DRUG$ studies have demonstrated a potential for significant clinical implications during @DRUG$ management. Bosentan is contraindicated with cyclosporine A and glyburide, and additional monitoring / dose adjustments are required when coadministered with hormonal contraceptives,	0
1	@DRUG$ + amikacin (CPM + AMK) was compared in a prospective randomized trial with our standard regimen of piperacillin plus @DRUG$ (PIPC + AMK) as an empiric therapy for fever in 252 episodes of 141 patients with granulocytopenia.	@DRUG$ + amikacin ( CPM + AMK ) was compared in a prospective randomized trial with our monetary standard regimen of piperacillin positive @DRUG$ ( PIPC + AMK ) as an empirical therapy for fever in 252 sequence of 141 patients with granulocytopenia .	@DRUG$ randomized amikacin ( CPM prospective AMK ) was compared in a + + trial with our standard regimen therapy piperacillin plus @DRUG$ ( PIPC + AMK ) as an empiric patients for fever in 252 episodes of 141 of with granulocytopenia .	@DRUG$ + amikacin ( CPM + AMK ) was compared in a prospective randomized trial with our standard regimen of piperacillin plus @DRUG$ ( PIPC + AMK ) as an empiric therapy for fever in episodes of 141 patients with granulocytopenia .	@DRUG$ + amikacin ( CPM + AMK ) was found to be more effective than the standard regimen of piperacillin plus @DRUG$ ( PIPC + AMK ) in treating fever in patients with granulocytopenia .	0
0	@DRUG$ sodium with cholecalciferol (@DRUG$) is a newly developed combination formulation for the treatment of osteoporosis in women and for increasing bone mass in men with osteoporosis.	@DRUG$ sodium with cholecalciferol ( @DRUG$ ) is a newly explicate combination conceptualization for the treatment of osteoporosis in women and for increasing debone mass in men with osteoporosis .	@DRUG$ sodium men cholecalciferol ( @DRUG$ ) is a newly developed combination formulation for the of with osteoporosis in women and for increasing bone mass in with treatment osteoporosis .	@DRUG$ sodium with cholecalciferol ( @DRUG$ ) is a newly combination for the treatment of women and for increasing bone mass in men with osteoporosis .	@DRUG$ is a new combination formulation for the treatment of osteoporosis in women and for increasing bone mass in men with osteoporosis. @DRUG$ is cholecalciferol, which is a form of vitamin D.	0
0	The majority of the linkages in the cell wall peptidoglycan of @DRUG$. abscessus are synthesized by nonclassical transpeptidases, namely, the @DRUG$,d-transpeptidases.	The majority of the linkages in the cadre wall peptidoglycan of @DRUG$ . abscessus are synthesized by nonclassical transpeptidases , to wit , the @DRUG$ , d-transpeptidases .	The majority , linkages the in the cell wall peptidoglycan of @DRUG$ . abscessus are synthesized by nonclassical transpeptidases , namely , the @DRUG$ of d-transpeptidases .	The majority of the linkages in the cell wall peptidoglycan of @DRUG$ abscessus are synthesized nonclassical transpeptidases , namely , the @DRUG$ , .	The majority of the linkages in the cell wall peptidoglycan of @DRUG$ . abscessus are synthesized by nonclassical transpeptidases , namely , the @DRUG$ , d-transpeptidases ."DRUGA and DRUGB are	0
0	Using frontal cortical tissue suspensions and [3H]spiperone, the IC50 values were determined to be: dothiepin 4.2 X 10(-6) M, northiaden 5.0 X 10(-6) @DRUG$, northiaden sulphoxide 1.6 X 10(-4) M and dothiepin sulphoxide 1.6 X 10(-4) M; whereas in hippocampal suspensions and using [3H]@DRUG$, the IC50 values were 2.5 X 10(-6) M, northiaden 4.0 X 10(-5) M, dothiepin sulphoxide 2.5 X 10(-4) M and northiaden sulphoxide greater than 10(-3) M.	habituate facade cortical weave suspensions and [ 3H ] spiperone , the IC50 value were determined to be : dothiepin 4.2 ten  ( - 6 ) g , northiaden 5.0 ten  ( - 6 ) @DRUG$ , northiaden sulphoxide 1.6 ten  ( - 4 ) g and dothiepin sulphoxide 1.6 ten  ( - 4 ) g ; whereas in hippocampal suspensions and using [ terzetto enthalpy ] @DRUG$ , the IC50 value were 2.5 ten  ( - 6 ) g , northiaden 4.0 ten  ( - fivesome ) g , dothiepin sulphoxide 2.5 ten  ( - 4 ) g and northiaden sulphoxide nifty than  ( - terzetto ) M.	- frontal cortical tissue 4 spiperone [ 3H ] and , the IC50 values sulphoxide determined to be : dothiepin 4.2 were sulphoxide ( - 6 ) M , M 5.0 ( 10 ( - 6 ) @DRUG$ , northiaden 10 1.6 X 10 ( Using 4 ) M and dothiepin sulphoxide 1.6 X 10 X sulphoxide 4 ) M ) whereas in hippocampal suspensions and using [ 3 H ] @DRUG$ , the IC50 values X 2.5 X 10 ( , 6 ; northiaden - northiaden 4.0 X 10 ( - 5 ) M , dothiepin - 2.5 X 10 ( - suspensions ) M and northiaden were greater than 10 ( - 3 ) M.	Using frontal cortical tissue suspensions and [ 3H ] spiperone , the IC50 values were determined to be : dothiepin 4.2 X 10 - 6 ) M , northiaden 5.0 X 10 ( - 6 ) @DRUG$ , northiaden 1.6 X 10 ( - 4 ) M and dothiepin sulphoxide 1.6 10 ( - 4 ) M ; whereas in hippocampal suspensions using 3 H ] @DRUG$ , IC50 values were 2.5 10 ( - 6 ) M northiaden 4.0 X 10 ( - 5 ) M , dothiepin sulphoxide 2.5 X 10 ( - 4 ) M and sulphoxide greater than 10 ( - 3 ) M.	The IC50 values for dothiepin and northiaden were determined to be 4.2 X 10 ( - 6 ) M and 5.0 X 10 ( - 6 ) M in frontal cortical tissue suspensions, and 2.5 X 10 ( - 6 ) M and 4.0 X	1
0	There is no study comparing @DRUG$ and @DRUG$.	at that place is no study comparing @DRUG$ and @DRUG$ .	There is no study and @DRUG$ comparing @DRUG$ .	There no study comparing @DRUG$ and @DRUG$ .	There is no study that compares the effects of @DRUG$ and @DRUG$ .	0
0	PROCEDURES: Cats were given saline (0.9% NaCl) solution followed by romifidine alone (100 microg/kg [45.4 microg/lb], i.m.), saline solution followed by a combination of romifidine (40 microg/kg [18.1 microg/lb], i.@DRUG$.) and butorphanol (0.2 mg/kg [0.09 mg/lb], i.m.), or @DRUG$ (0.04 mg/kg [0.02 mg/lb], s.c.) followed by romifidine (40 microg/kg, i.m.) and butorphanol (0.2 mg/kg, i.m.).	subprogram : guy were given saline solution ( 0.9 % NaCl ) solvent stick with by romifidine alone ( 100 microg / kilo [ 45.4 microg / pound ] , i.m. ) , saline solution solvent stick with by a combining of romifidine ( forty microg / kilo [ 18.1 microg / pound ] , i.@DRUG$ . ) and butorphanol ( 0.2 magnesium / kilo [ 0.09 magnesium / pound ] , i.m. ) , or @DRUG$ ( 0.04 magnesium / kilo [ 0.02 magnesium / pound ] , s.c. ) stick with by romifidine ( forty microg / kilo , i.m. ) and butorphanol ( 0.2 magnesium / kilo , i.m. ) .	PROCEDURES : Cats were given saline ( 0.9 % NaCl ) solution / by romifidine alone ( [ microg @DRUG$ kg [ 45.4 microg / lb ] , i.m. ) , romifidine solution followed by a combination , romifidine ( mg microg / kg 100 18.1 microg / lb ] of i.@DRUG$ . i.m. and butorphanol ( , 40 / kg [ 0.09 mg / lb ] , i.m. ) , or / ( 0.04 mg followed saline [ 0.02 mg ) lb ] 0.2 s.c. ) followed by kg ( 40 microg / kg , ) / and butorphanol ( 0.2 mg / kg , i.m. ) .	PROCEDURES : Cats were given saline ( % solution followed by alone ( 100 microg / kg [ 45.4 microg / lb ] , ) , saline solution followed by a of ( 40 microg / kg [ microg / lb , i.@DRUG$ . ) ( 0.2 mg / kg [ 0.09 mg / lb ] , i.m. ) , or @DRUG$ ( 0.04 mg kg [ 0.02 mg / lb ] , s.c. ) followed by romifidine ( 40 microg / kg , i.m. ) and butorphanol 0.2 mg / kg , i.m. ) .	Cats were given saline ( 0.9 % NaCl ) solution followed by romifidine alone ( 100 microg / kg [ 45.4 microg / lb ] , i.m. ) , saline solution followed by a combination of romifidine ( 40 microg / kg [ 18	1
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 mg/@DRUG$, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and @DRUG$ 100 mg/d plus HCTZ 12.5 mg/d.	in comparative degree trials in the direction of high blood pressure , the combination of trandolapril ane or deuce mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or one hundred mg /d plus thalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ 25 mg / @DRUG$ , lisinopril 20 mg / d plus HCTZ 12.5 mg/d , and @DRUG$ one hundred mg / d plus HCTZ 12.5 mg/d .	In plus trials in the management of , , the 20 of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically , atenolol 12.5 superior to the combinations of from 50 or 100 mg /d comparative chlorthalidone or or 25 mg /d hypertension captopril 50 mg / d plus HCTZ 25 mg / @DRUG$ , lisinopril combination mg / d plus HCTZ 12.5 mg/d indistinguishable plus @DRUG$ 100 mg / d and HCTZ 12.5 mg/d .	In comparative trials the management of hypertension , the of trandolapril 1 or mg and verapamil ER 180 mg /d was statistically indistinguishable from or superior to combinations of atenolol 50 or 100 mg chlorthalidone 12.5 or mg /d , captopril 50 mg / d plus 25 mg / @DRUG$ , lisinopril 20 mg / d plus mg/d , and @DRUG$ 100 mg / HCTZ 12.5 mg/d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	The patent covers the company's technology of IV administration of a low-dose foreign antibody, such @DRUG$ @DRUG$, to patients expressing the target tumour-associated antigen CA 125.	The unmistakable covers the company 's engineering science of IV administration of a low-dose foreign antibody , such @DRUG$ @DRUG$ , to affected role expressing the target tumour-associated antigen CA 125 .	The patent foreign the company 's technology of IV such low-dose a of covers antibody , administration @DRUG$ @DRUG$ , to patients expressing the target tumour-associated antigen CA 125 .	The patent covers the 's technology of IV administration of a low-dose foreign antibody , such @DRUG$ @DRUG$ , to patients expressing the target tumour-associated antigen CA 125 .	The patent covers the company's technology of using a low-dose foreign antibody, such as @DRUG$, to patients expressing the target tumour-associated antigen CA 125.	1
0	@DRUG$ seems to be promising as a novel agent for empiric therapy or @DRUG$ an alternative agent in serious infections caused by clinically important resistant gram-positive pathogens such as methicillin-resistant Staphylococcus aureus, vancomycin intermediate-susceptible S. aureus, vancomycin-resistant S. aureus and vancomycin-resistant enterococci.	@DRUG$ seems to be promising as a new agent for empiric therapy or @DRUG$ an alternative agent in serious infections caused by clinically important resistant gram-positive pathogen such as methicillin-resistant staphylococci aureus , vancocin intermediate - susceptible S. aureus , vancomycin-resistant S. aureus and vancomycin-resistant enterococci .	@DRUG$ seems to for promising as a novel agent be empiric therapy Staphylococcus @DRUG$ an alternative agent in serious infections aureus by clinically important resistant gram-positive aureus such as methicillin-resistant or pathogens , vancomycin intermediate - susceptible S. aureus , vancomycin-resistant S. caused and vancomycin-resistant enterococci .	@DRUG$ seems to be promising as a novel agent for empiric therapy or @DRUG$ an alternative agent in serious caused by clinically important resistant gram-positive pathogens such as methicillin-resistant Staphylococcus aureus , vancomycin intermediate - susceptible S. aureus , vancomycin-resistant S. aureus and vancomycin-resistant .	@DRUG$ is a promising agent for empiric therapy or @DRUG$ an alternative agent in serious infections caused by clinically important resistant gram-positive pathogens such as methicillin-resistant Staphylococcus aureus , vancomycin intermediate - susceptible S. aureus , van	0
0	The @DRUG$-sensitive Na+ current was reduced by @DRUG$, but not in cAMP stimulated tissues.	The @DRUG$ - sensitive Na + current was reduced by @DRUG$ , but not in cantonment stimulated tissues .	The @DRUG$ - sensitive Na not current was reduced by @DRUG$ , but + in cAMP stimulated tissues .	@DRUG$ - sensitive Na + current was reduced by @DRUG$ , but not cAMP stimulated tissues .	@DRUG$ is less sensitive to Na+ current in the presence of @DRUG$ .	0
0	Similar to its effects on amphetamine-induced dopamine efflux, amperozide (50 microM) attenuated the increase in @DRUG$ overflow produced by @DRUG$ (10 microM) but not veratridine (15 microM).	Similar to its effects on speed - induced dopamine efflux , amperozide ( 50 microM ) attenuated the growth in @DRUG$ overflow produced by @DRUG$ ( tenner microM ) but not veratridine ( 15 micr oM ) .	Similar to its effects on amphetamine - induced dopamine , efflux amperozide the 50 microM ) veratridine ( increase in @DRUG$ overflow produced by @DRUG$ ( 10 microM ) but not attenuated ( 15 micr oM ) .	Similar to its effects on amphetamine - induced dopamine efflux , amperozide ( 50 microM ) attenuated the increase in @DRUG$ overflow produced by @DRUG$ ( 10 microM ) but not veratridine ( 15 micr oM ) .	Amperozide (50 microM) attenuated the increase in @DRUG$ overflow produced by @DRUG$ (10 microM), but not veratridine (15 micr oM).	0
0	The main pharmacological mechanism is based on the fact that BP induces the release as well as inhibits the reuptake of neurotransmitters such @DRUG$ a @DRUG$ (DA) and norepinephrine (NE).	The main pharmacological mechanism is based on the fact that BP induces the resign as well as suppress the reuptake of neurotransmitters such @DRUG$ a @DRUG$ ( DA ) and noradrenaline ( NE ) .	The main as mechanism the based on the fact that BP induces the release as well pharmacological inhibits is ) of neurotransmitters such @DRUG$ a @DRUG$ ( DA ) and norepinephrine ( NE reuptake .	The main pharmacological mechanism is based on the fact that BP induces the release as well as inhibits the reuptake neurotransmitters such @DRUG$ a @DRUG$ ( DA ) and norepinephrine ( NE .	BP induces the release of neurotransmitters such as DA and NE, and also inhibits their reuptake.	1
1	Moreover, @DRUG$ induced weak central depressant effects such as inhibition of spontaneous locomotor activity and motor coordination, as compared with classical neuroleptics (haloperidol and @DRUG$).	Moreover , @DRUG$ induced weak key depressant effects such as inhibition of spontaneous locomotive bodily process and motor coordination , as compared with classical neuroleptics ( haloperidol and @DRUG$ ) .	Moreover inhibition @DRUG$ induced weak central , effects such as classical of spontaneous locomotor activity and motor coordination , as compared with depressant neuroleptics ( haloperidol and @DRUG$ ) .	Moreover , @DRUG$ induced weak central depressant effects such as inhibition of spontaneous locomotor activity and motor coordination , as compared with classical neuroleptics haloperidol and @DRUG$ ) .	@DRUG$ is less potent than @DRUG$ in its ability to produce central depressant effects.	0
1	In addition, @DRUG$ enhanced release of @DRUG$ (NO) from the vascular endothelium as measured directly in rat aortic segments.	in addition , @DRUG$ enhanced release of @DRUG$ ( nobelium ) from the vascular endothelium as measured directly in rat aortic segments .	In addition directly @DRUG$ enhanced release of @DRUG$ ( NO ) from the vascular endothelium as measured aortic in rat , segments .	In addition , @DRUG$ enhanced release of @DRUG$ ( NO ) from the vascular endothelium as directly in aortic segments .	@DRUG$ enhances the release of @DRUG$ from the vascular endothelium.	0
0	METHODS: In a double-blind study, we randomly assigned 1049 consecutive patients undergoing elective major knee surgery to receive subcutaneous doses of either 2.5 @DRUG$ of fondaparinux once daily or 30 mg of @DRUG$ twice daily, with both treatments initiated postoperatively.	METHODS : In a doubling - blind study , we randomly ascribe 1049 consecutive patients undergoing elective major knee surgery to have subcutaneous doses of either 2.5 @DRUG$ of fondaparinux once day after day or 30 mg of @DRUG$ twice day after day , with both treatments initiated postoperatively .	METHODS : In a double - blind study elective daily randomly assigned 1049 consecutive patients fondaparinux , major knee surgery to receive subcutaneous doses of either 2.5 @DRUG$ of undergoing 30 daily or once mg of @DRUG$ twice we , with both treatments initiated postoperatively .	METHODS : In double - blind study we randomly assigned 1049 consecutive patients elective major knee surgery to receive subcutaneous doses of either 2.5 @DRUG$ of fondaparinux once daily or 30 mg of @DRUG$ twice daily , with both treatments initiated postoperatively .	We randomly assigned 1049 consecutive patients undergoing elective major knee surgery to receive subcutaneous doses of either 2.5 @DRUG$ of fondaparinux once daily or 30 mg of @DRUG$ twice daily.	0
0	In the ADAPT-1 study, 65.6% of patients who received 60 mg avatrombopag and 88.1% of patients who received 40 mg avatrombopag @DRUG$ the primary endpoint compared with 22.9% and 38.2% of patients receiving placebo, respectively (@DRUG$ < .0001 for both).	indiana the accommodate - unity study , 65.6 % of patients who received 60 magnesium avatrombopag and 88.1 % of patients who received 40 magnesium avatrombopag @DRUG$ the primary winding endpoint compared with 22.9 % and 38.2 % of patients receiving placebo , respectively ( @DRUG$ < .0001 for both ) .	In the ADAPT - 1 study < 65.6 % of patients who received 60 for avatrombopag and 88.1 % of patients primary received 40 placebo avatrombopag @DRUG$ the both endpoint compared with 22.9 % and 38.2 % of patients receiving mg , respectively ( @DRUG$ , .0001 mg who ) .	the ADAPT - 1 study , 65.6 % of patients who received avatrombopag and 88.1 % of patients who received 40 mg avatrombopag @DRUG$ the primary endpoint compared 22.9 % 38.2 % of patients receiving placebo , ( @DRUG$ .0001 for both ) .	Avatrombopag was associated with a statistically significant increase in the proportion of patients achieving the primary endpoint compared with placebo.	1
0	It has a low affinity for neuronal receptors, such as alpha(1)- and alpha(2)-adrenergic, dopamine @DRUG$(2), histamine H(1), muscarinic, opioid and serotonin receptors, as well as ion channel binding sites and other neurotransmitter transporters, such as @DRUG$ and GABA transporters.	information technology has a low affinity for neuronic receptor , such as alpha ( single ) - and alpha ( 2 ) - adrenergic , dopastat @DRUG$ ( 2 ) , histamine H ( single ) , muscarinic , opioid and serotonin receptor , as well as ion channel binding sites and other neurotransmitter transporters , such as @DRUG$ and gaba transporters .	It has a low affinity for neuronal receptors histamine such as alpha ( 1 ) - and alpha ( ( ) - adrenergic , dopamine @DRUG$ 2 2 , , , H ( 1 ) , muscarinic and opioid and serotonin receptors , well as as ion channel binding sites GABA other neurotransmitter transporters , such as @DRUG$ ) and transporters .	It has low affinity for neuronal receptors , such as alpha ( 1 ) - and alpha ( 2 ) - adrenergic , dopamine @DRUG$ ( 2 ) , histamine H ( 1 ) , muscarinic , opioid and serotonin receptors , well as ion channel binding sites and other neurotransmitter transporters , such as @DRUG$ and GABA transporters .	@DRUG$ has a low affinity for neuronal receptors, such as alpha (1) - and alpha (2) - adrenergic, dopamine DRUGA (2), histamine H (1), muscarinic, opioid and serotonin receptors, as well as ion channel binding sites and other neurotransmitter	1
0	METHODS: Male BALB/cJ and C57BL/6N mice were given continuous access to 8% (v/v) @DRUG$ and @DRUG$ for the duration of the experiment.	METHODS : male person BALB / cJ and C57BL / 6N mice were given uninterrupted access to 8 % ( v/v ) @DRUG$ and @DRUG$ for the continuance of the experiment .	METHODS : Male BALB / cJ and C57BL / 6N mice were given continuous access the 8 % the v/v ) @DRUG$ duration @DRUG$ for ( and of to experiment .	METHODS Male / cJ and C57BL / 6N mice were given continuous access 8 % ( v/v @DRUG$ and @DRUG$ for the duration of experiment .	Mice were given continuous access to 8% (volume/volume) @DRUG$ and @DRUG$ for the duration of the experiment.	0
1	Six patients received a fixed dose of 500 @DRUG$ disregarding their weight supplemented by 100 mg of methylprednisone i.v. or 50-100 mg of Pred given as premedication together with an antihistamine just before infusion of @DRUG$.	Six patients received a frozen dose of  @DRUG$ disregarding their weight supplemented by 100 mg of methylprednisone i.v. or l - 100 mg of Pred given as premedication together with an antihistamine just before infusion of @DRUG$ .	Six patients received a fixed dose of 500 @DRUG$ disregarding their weight supplemented by 100 mg of methylprednisone or i.v. 50 - 100 mg an of given as premedication together with Pred antihistamine just before infusion of @DRUG$ .	Six patients received a fixed dose 500 @DRUG$ disregarding their weight supplemented by 100 mg of methylprednisone i.v. or 50 - 100 mg of Pred given as premedication together with an antihistamine just before infusion of @DRUG$ .	Six patients received a fixed dose of 500 @DRUG$ disregarding their weight supplemented by 100 mg of methylprednisone i.v. or 50 - 100 mg of Pred given as premedication together with an antihistamine just before infusion of @DRUG$ .	0
0	-aminobutyric acid (GABA) and @DRUG$ (ALA), with vigabatrin (@DRUG$), an anticonvulsant which elevates brain GABA by inhibition of GABA transaminase (GABA-T), with regard to their actions on brain levels of GABA and ALA and on activities of MAO, GABA-T and ALA transaminase (ALA-T).	- aminobutyric acid ( gaba ) and @DRUG$ ( ALA ) , with vigabatrin ( @DRUG$ ) , an antiepileptic drug which upgrade brain gaba by inhibition of gaba transaminase ( gaba -T ) , with compliments to their actions on brain layer of gaba and ALA and on activities of mao , gaba -T and ALA transaminase ( ALA -T ) .	- aminobutyric acid ( GABA inhibition and @DRUG$ ( ALA ) , with vigabatrin ( @DRUG$ ) , of anticonvulsant which elevates brain GABA by -T of GABA transaminase ( and to ) , with regard -T activities actions on brain levels an GABA GABA ALA and on their of MAO , GABA -T and ALA transaminase ( ALA ) ) .	- aminobutyric acid ( GABA ) and @DRUG$ ( ALA ) , vigabatrin ( @DRUG$ ) , an anticonvulsant which elevates brain by inhibition of GABA transaminase ( GABA -T ) , regard to their actions on brain levels of GABA and ALA and activities of MAO , GABA -T ALA transaminase ( ALA -T )	@DRUG$ (ALA) and @DRUG$ (vigabatrin) are related in their effects on brain levels of GABA and ALA and on activities of MAO, GABA-T, and ALA-T.	0
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, enalapril 10 or 20 @DRUG$/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, nitrendipine 20 mg/d, perindopril 4 mg/@DRUG$, and verapamil ER 120 to 240 mg/d.	In comparative trials in the management of hypertension , trandolapril single to quaternary mg /d was statistically identical from or superior to capoten 100 mg /d , enalapril ten or 20 @DRUG$ / d , hydrodiuril ( HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril quaternary mg / @DRUG$ , and verapamil ER  to 240 mg/d .	100 comparative trials in the to ( hypertension , trandolapril 1 management 4 mg /d /d statistically indistinguishable from or superior to ER In mg /d , 20 d or enalapril @DRUG$ / 10 , hydrochlorothiazide of HCTZ ) 25 mg was , nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril 4 mg / @DRUG$ , and verapamil captopril 120 to 240 mg/d .	In comparative trials in the management of hypertension , trandolapril 1 to 4 mg /d was indistinguishable from or to captopril 100 mg /d , 10 or 20 @DRUG$ / d , hydrochlorothiazide ( HCTZ 25 mg /d , nifedipine ER 30 or 40 mg /d , nitrendipine 20 mg /d , perindopril 4 mg / @DRUG$ , and verapamil ER 120 to 240 mg/d .	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
0	In the @DRUG$ study, 16 healthy EM of CYP2C9, who were stratified into two groups (CYP3A5 expressors (n = 8) and CYP3A5 non-expressors (n = 8)), received bosentan (125 mg b.i.d. on study days 1 - 13) and GFJ (1 x 300 mL/@DRUG$ on study days 8 - 10 and 3 x 300 mL/d on study days 11 - 13).	In the @DRUG$ study , 16 healthy em quad of CYP2C9 , who were stratified into  groups ( CYP3A5 expressors ( due north = 8 ) and CYP3A5 non-expressors ( due north = 8 ) ) , received bosentan ( 125 milligram b.i.d. on study daylight 1 - 13 ) and GFJ ( 1 adam 300 mL / @DRUG$ on study daylight 8 - tenner and 3 adam 300 mL /d on study daylight 11 - 13 ) .	In the @DRUG$ study , 16 healthy EM of CYP2C9 into who were stratified , two groups ( CYP3A5 expressors / n = 8 non-expressors and CYP3A5 ) ( n = 3 ) ) , received bosentan ( 125 mg b.i.d. on study days 1 - 13 ) and GFJ ( 1 x 300 mL study @DRUG$ on study days 8 - 10 and 8 11 300 mL /d on ( days x - 13 ) .	In the @DRUG$ study , 16 healthy EM of CYP2C9 , who were stratified into two ( CYP3A5 expressors ( = 8 ) and CYP3A5 non-expressors ( n = ) ) , received bosentan ( 125 mg b.i.d. on study days 1 - 13 ) and GFJ ( 1 x 300 mL / @DRUG$ on study days 8 - 10 and 3 x 300 mL /d on study days - 13 ) .	The @DRUG$ study found that CYP3A5 expressors and CYP3A5 non-expressors responded differently to bosentan and GFJ. CYP3A5 expressors had a greater decrease in plasma concentrations of bosentan and a greater increase in plasma concentrations of	1
0	The potency of @DRUG$ on the increase in femoral artery blood flow was about 14 times higher than that of @DRUG$ but was at about the same level as that obtained with yohimbine in canine autoperfused femoral artery preparations.	The potency of @DRUG$ on the increase in femoral artery blood flow was about  metre higher than that of @DRUG$ but was at about the same level as that obtained with yohimbine in canid autoperfused femoral artery provision .	The potency of @DRUG$ on the times in was artery blood flow than about 14 increase higher femoral that level @DRUG$ but was at about the same of as that obtained with yohimbine in canine autoperfused femoral artery preparations .	The potency of @DRUG$ on the increase in femoral artery blood flow was about 14 times higher than that of @DRUG$ but was about same as that obtained with yohimbine in canine autoperfused femoral artery preparations .	@DRUG$ is about 14 times more potent than @DRUG$ in increasing femoral artery blood flow, but the increase is about the same as that obtained with yohimbine in canine autoperfused femoral artery preparations.	0
0	Ombitasvir/@DRUG$/@DRUG$ was generally well tolerated in patients with chronic HCV genotype 4 infection without cirrhosis or with compensated cirrhosis in clinical trials.	Ombitasvir / @DRUG$ / @DRUG$ was generally well tolerate in patients with chronic HCV genotype 4 infection without cirrhosis or with even out cirrhosis in clinical trials .	Ombitasvir / @DRUG$ / @DRUG$ was generally well tolerated in patients with chronic HCV genotype 4 infection in compensated or with cirrhosis cirrhosis without clinical trials .	Ombitasvir / @DRUG$ / @DRUG$ was well tolerated chronic HCV genotype 4 infection without cirrhosis or with cirrhosis in clinical trials .	Ombitasvir / @DRUG$ / @DRUG$ was generally well tolerated in patients with chronic HCV genotype 4 infection without cirrhosis or with compensated cirrhosis in clinical trials ."This means that patients with chronic HCV genotype 4 infection who took ombitasvir	0
0	Lucinactant, formerly known as KL(4) surfactant, is a novel synthetic lung surfactant containing @DRUG$ and an engineered peptide, @DRUG$, which is designed to mimic the actions of human surfactant protein B.	Lucinactant , once be intimate as KL ( 4 ) surfactant , is a novel synthetic lung surfactant hold @DRUG$ and an engineered peptide , @DRUG$ , which is designed to mimic the actions of human surfactant protein B .	Lucinactant , which known B KL ( 4 ) surfactant , is novel a synthetic lung surfactant containing @DRUG$ and an engineered peptide , @DRUG$ , formerly is designed to mimic the actions of human surfactant protein as .	Lucinactant , formerly as KL ( 4 ) surfactant , is a novel synthetic lung containing @DRUG$ and an engineered peptide , @DRUG$ , which is designed to mimic the actions human surfactant protein B .	Lucinactant is a synthetic lung surfactant that contains @DRUG$ and an engineered peptide, @DRUG$, which is designed to mimic the actions of human surfactant protein B.	0
0	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, @DRUG$, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and @DRUG$; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	inside  years after azt ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first discover as an inhibitor of HIV sound reflection ,  anti-HIV drugs have been officially approved for clinical apply in the treatment of HIV infections : heptad nucleoside reverse rna polymerase inhibitor ( nrti ) : azt , dideoxyinosine , dideoxycytosine , stavudine , tc , abacavir and emtricitabine ; one base reverse rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug organize : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse rna polymerase inhibitor ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitor ( PIs ) : saquinavir , ritonavir , indinavir , @DRUG$ , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and @DRUG$ ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years ( zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was : described as tenofovir inhibitor of HIV replication , 25 anti-HIV drugs ) been approved formally for clinical use in fosamprenavir treatment of HIV infections : seven ten reverse transcriptase inhibitors ( NRTIs ) : ( , didanosine , zalcitabine , stavudine , lamivudine , abacavir and inhibitor ; NtRTI nucleotide reverse transcriptase inhibitor after one ) : an [ in CRI oral prodrug form : tenofovir disoproxil integrase ( TDF ) ] reverse four non-nucleoside ; transcriptase inhibitors ( NNRTIs ) first nevirapine , delavirdine , efavirenz and etravirine ; one protease inhibitors zidovudine PIs ) : saquinavir , ritonavir , indinavir , @DRUG$ , amprenavir , lopinavir , atazanavir , enfuvirtide , tipranavir and @DRUG$ ; one fusion inhibitor ( FI ) : the ; have co-receptor inhibitor ( its ) : maraviroc and one fumarate emtricitabine ( INI nucleoside : raltegravir .	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) first described as an inhibitor HIV replication , 25 anti-HIV have been formally approved for clinical use the treatment of HIV infections : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , didanosine , zalcitabine , stavudine , lamivudine , and emtricitabine one nucleotide reverse transcriptase ( NtRTI ) tenofovir [ in oral prodrug form : tenofovir disoproxil fumarate TDF ) ] ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , and etravirine ; ten protease inhibitors ( PIs ) : saquinavir , ritonavir , indinavir , @DRUG$ , amprenavir , lopinavir , atazanavir fosamprenavir tipranavir @DRUG$ one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( ) : maraviroc and one integrase inhibitor INI ) : raltegravir .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
0	Approximately 25% of the biliary radioactivity was identified @DRUG$ @DRUG$ mono-glucuronides.	Approximately twenty five % of the biliary radioactivity was identified @DRUG$ @DRUG$ mono-glucuronides .	Approximately 25 of % the biliary radioactivity was identified @DRUG$ @DRUG$ mono-glucuronides .	Approximately 25 % of the biliary radioactivity was identified @DRUG$ @DRUG$ mono-glucuronides .	Approximately 25% of the biliary radioactivity was identified as @DRUG$ and @DRUG$ mono-glucuronides.	0
0	Other anti-TNF biologic agents have emerged, including CDP 571, certolizumab pegol (@DRUG$ 870), etanercept, onercept and @DRUG$.	early anti-TNF biological agents have emerged , including CDP 571 , certolizumab pegol ( @DRUG$ 870 ) , etanercept , onercept and @DRUG$ .	Other anti-TNF biologic agents have emerged , including CDP and , certolizumab pegol 870 @DRUG$ ( ) , etanercept , onercept 571 @DRUG$ .	anti-TNF biologic agents have emerged , including CDP 571 , certolizumab pegol @DRUG$ 870 ) , etanercept , onercept and @DRUG$ .	Other anti-TNF biologic agents have emerged, including CDP 571, certolizumab pegol (@DRUG$ 870), etanercept, onercept and @DRUG$.	0
0	In addition, no reaction was observed for @DRUG$ with @DRUG$, glutamine, and tryptophan residues.	In addition , no chemical reaction was observed for @DRUG$ with @DRUG$ , glutamine , and tryptophan residues .	In addition , with reaction was observed for @DRUG$ no @DRUG$ , glutamine , and tryptophan residues .	In addition , no was observed for @DRUG$ with @DRUG$ , , and tryptophan residues .	No reaction was observed for @DRUG$ with @DRUG$.	0
1	Large gains were made in the first decade of the new century when clinical trials established the importance of high-dose therapy and autologous stem-cell rescue and high-dose @DRUG$ in younger patients and the benefits of maintenance rituximab and @DRUG$ in older patients.	Large gains were establish in the first decade of the new century when clinical trials established the importance of high- dose therapy and autologous stem-cell rescue and high- dose @DRUG$ in unseasoned patients and the benefits of sustainment rituximab and @DRUG$ in senior patients .	Large when were made in the decade first of the new century gains clinical trials and the importance of high- dose therapy established autologous stem-cell rescue and high- dose @DRUG$ in younger patients and the benefits of maintenance rituximab and @DRUG$ in older patients .	Large were made in the first decade of the new century when clinical trials established importance of high- dose therapy and autologous rescue and high- dose @DRUG$ in younger patients the benefits of maintenance rituximab @DRUG$ in older patients .	Clinical trials have shown that high-dose therapy and autologous stem-cell rescue, as well as high-dose @DRUG$, can be beneficial in younger patients. Additionally, maintenance rituximab and @DRUG$ can be beneficial in older patients.	0
0	@DRUG$ @DRUG$ a novel strategy against bancroftian filariasis-depletion of Wolbachia endosymbionts from Wuchereria bancrofti and stop of microfilaria production.	@DRUG$ @DRUG$ a novel strategy against bancroftian filariasis-depletion of Wolbachia endosymbionts from Wuchereria bancrofti and turn back of microfilaria output .	@DRUG$ @DRUG$ a novel strategy against bancroftian stop from Wolbachia endosymbionts of Wuchereria bancrofti and filariasis-depletion of microfilaria production .	@DRUG$ @DRUG$ a novel strategy against filariasis-depletion of Wolbachia endosymbionts from bancrofti and of microfilaria production .	@DRUG$ is a novel strategy against bancroftian filariasis that depletes Wolbachia endosymbionts from Wuchereria bancrofti and stops the production of microfilaria.	1
0	@DRUG$ and @DRUG$ AUC were 12% and 15% higher in COPD versus asthma patients.	@DRUG$ and @DRUG$ AUC were 12 % and fifteen % higher in COPD versus asthma patients .	@DRUG$ and @DRUG$ AUC were 12 % and 15 % COPD in higher versus asthma patients .	@DRUG$ and @DRUG$ AUC were 12 % and 15 % higher COPD versus asthma patients .	The area under the curve (AUC) for @DRUG$ was 12 % higher in COPD patients than in asthma patients, while the AUC for @DRUG$ was 15 % higher in COPD patients.	0
1	For dacomitinib plus @DRUG$, exposures were consistent with those in patients receiving single-dose @DRUG$.	For dacomitinib positive @DRUG$ , exposures were consistent with those in patients receiving single - dose @DRUG$ .	For dacomitinib exposures @DRUG$ , plus were consistent with those in patients receiving single - dose @DRUG$ .	For dacomitinib plus @DRUG$ , exposures were consistent with those in patients receiving single - dose @DRUG$ .	For dacomitinib plus @DRUG$, exposures were consistent with those in patients receiving single-dose @DRUG$.	0
1	Of the drugs studied, the following order of potency in displacing [3H]@DRUG$ was found: trazodone greater than prazosin greater than doxazosin greater than propranolol greater than doxepin = amoxapine = trimazosin = amitriptyline greater than imipramine greater than @DRUG$ = desipramine = nomifensine greater than bupropion = maprotiline.	Of the drug studied , the following order of potency in sack [ 3H ] @DRUG$ was institute : trazodone corking than prazosin corking than cardura corking than propranolol corking than doxepin = amoxapine = trimazosin = amitriptyline corking than imipramine corking than @DRUG$ = desipramine = nomifensine corking than bupropion = maprotiline .	Of the drugs trazodone , the following order of potency in trimazosin [ 3H nomifensine @DRUG$ was found : studied greater than prazosin greater doxazosin than greater than propranolol greater than doxepin = = = displacing = amitriptyline greater than imipramine greater than @DRUG$ = desipramine = ] greater than bupropion amoxapine maprotiline .	Of the drugs studied , the following order of potency displacing [ 3H ] @DRUG$ found : trazodone greater prazosin greater than doxazosin greater than propranolol greater than = amoxapine = trimazosin = amitriptyline greater than imipramine greater than @DRUG$ = desipramine = nomifensine greater bupropion maprotiline .	The higher the potency of a drug in displacing [ 3H ] @DRUG$ from its receptor, the greater its ability to inhibit the activity of @DRUG$.	0
0	Solid-state NMR measurements performed on intact whole cells of Staphylococcus aureus labeled selectively in vivo have established that des-N-methylleucyl @DRUG$ (which has antimicrobial activity) binds to the cell-wall peptidoglycan, even though removal of the terminal N-methylleucyl residue destroys the D-Ala-@DRUG$-Ala binding pocket.	Solid-state proton magnetic resonance measurements performed on intact whole cells of Staphylococcus aureus tagged selectively in vivo have established that des-N-methylleucyl @DRUG$ ( which has antimicrobial activity ) binds to the cell- wall peptidoglycan , tied though removal of the terminal N-methylleucyl residue destroys the D-Ala-@DRUG$ - ala binding pocket .	peptidoglycan selectively measurements performed on intact whole cells of Staphylococcus aureus labeled NMR in vivo have established that , @DRUG$ ( which has antimicrobial activity even binds to the cell- wall Solid-state des-N-methylleucyl ) though removal of the terminal N-methylleucyl residue destroys the D-Ala-@DRUG$ - Ala binding pocket .	Solid-state NMR measurements on intact whole cells Staphylococcus aureus labeled selectively in vivo established that des-N-methylleucyl @DRUG$ ( which has antimicrobial activity ) to the cell- wall peptidoglycan , even though removal of the terminal N-methylleucyl residue destroys the D-Ala-@DRUG$ - Ala binding pocket .	Des-N-methylleucyl @DRUG$ binds to the cell-wall peptidoglycan, even though removal of the terminal N-methylleucyl residue destroys the D-Ala-@DRUG$-Ala binding pocket.	0
0	This article focuses on the second category and thus critically reviews the following second-generation compounds: eslicarbazepine acetate or BIA-2-093 and 10-hydroxy carbazepine (carbamazepine derivatives); valrocemide and NPS 1776 (isovaleramide; valproic acid derivatives); pregabalin and XP13512 (gabapentin derivatives); brivaracetam (ucb 34714) and @DRUG$ (ucb 44212; levetiracetam derivatives); and fluorofelbamate (a @DRUG$ derivative).	This clause focus on the second family and thus critically revaluation the espouse second-generation compound : eslicarbazepine acetate or BIA-2-093 and 10 - hydroxy carbazepine ( carbamazepine derivatives ) ; valrocemide and NPS 1776 ( isovaleramide ; valproic acid derivatives ) ; pregabalin and XP13512 ( neurontin derivatives ) ; brivaracetam ( ucb 34714 ) and @DRUG$ ( ucb 44212 ; levetiracetam derivatives ) ; and fluorofelbamate ( a @DRUG$ derivative ) .	critically This focuses on the second ; and thus article reviews BIA-2-093 following second-generation compounds : eslicarbazepine acetate or ( and 10 - hydroxy carbazepine the carbamazepine derivatives ( isovaleramide valrocemide and NPS 1776 ( ; ; valproic acid derivatives ) category pregabalin and XP13512 ) gabapentin derivatives ) ; brivaracetam ( ucb 34714 ) and @DRUG$ ( ucb 44212 ; levetiracetam derivatives ) ; and fluorofelbamate ( a @DRUG$ derivative ) .	This article focuses the second category and thus critically reviews following second-generation compounds : eslicarbazepine acetate or BIA-2-093 and 10 - hydroxy carbazepine ( carbamazepine derivatives ) ; valrocemide and NPS 1776 ( isovaleramide ; valproic acid derivatives ) ; pregabalin and XP13512 ( gabapentin derivatives ) ; brivaracetam ( ucb 34714 ) and @DRUG$ ( ucb 44212 ; levetiracetam derivatives ) ; and fluorofelbamate a @DRUG$ derivative )	This article focuses on the second category and thus critically reviews the following second-generation compounds : eslicarbazepine acetate or BIA-2-093 and 10 - hydroxy carbazepine ( carbamazepine derivatives ) ; valrocemide and NPS 17	1
1	This in vitro profile is supported by microdialysis studies in freely moving rats, where bicifadine (20 mg/kg i.p.) increased extrasynaptic norepinephrine and serotonin levels in the prefrontal cortex, @DRUG$ levels in the locus coeruleus, and @DRUG$ levels in the striatum.	This in vitro profile is supported by microdialysis studies in freely moving shop , where bicifadine ( 20 milligram / kilogram i.p. ) increased extrasynaptic norepinephrine and serotonin levels in the prefrontal cortex , @DRUG$ levels in the venue coeruleus , and @DRUG$ levels in the striatum .	This in vitro profile is where and rats studies in freely moving microdialysis , supported bicifadine ( 20 mg / kg i.p. ) the extrasynaptic norepinephrine by serotonin levels in the prefrontal cortex , @DRUG$ levels in increased locus coeruleus , and @DRUG$ levels in the striatum .	This vitro profile supported by microdialysis studies in freely moving rats , where bicifadine ( 20 mg / kg i.p. ) increased extrasynaptic norepinephrine and serotonin levels in the prefrontal cortex , @DRUG$ levels in locus coeruleus and @DRUG$ levels in the striatum .	Bicifadine increases extrasynaptic norepinephrine and serotonin levels in the prefrontal cortex, @DRUG$ levels in the locus coeruleus, and @DRUG$ levels in the striatum.	0
0	The antihypertensive effect of the fixed combination of timolol, a beta-blocking agent, @DRUG$, a thiazide diuretic, and amiloride, a @DRUG$ sparing agent, was compared against that of methyldopa in an open study lasting 16 weeks in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95-120 mm Hg.	The antihypertensive drug effect of the fixed combination of timolol , a beta-blocking agent , @DRUG$ , a thiazide diuretic , and amiloride , a @DRUG$ sparing agent , was compared against that of aldomet in an capable study lasting 16 weeks in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95 - 120 millimeter quicksilver .	that antihypertensive ambulatory of the fixed combination of timolol , a beta-blocking agent mm @DRUG$ , a thiazide diuretic , and amiloride an 16 @DRUG$ sparing agent , was compared against The of methyldopa in , open study lasting a weeks in 32 effect African patients with previously untreated diastolic blood pressure of 95 - 120 , Hg .	The antihypertensive effect of the fixed combination of timolol , beta-blocking agent , @DRUG$ , a thiazide diuretic , and amiloride , a @DRUG$ sparing agent , was compared that of methyldopa in an open study lasting 16 weeks in 32 ambulatory African patients previously untreated diastolic blood pressure of 95 - 120 Hg .	The antihypertensive effect of the fixed combination of timolol and amiloride was compared against that of methyldopa in an open study lasting 16 weeks in 32 ambulatory African patients with previously untreated diastolic blood pressure of 95 - 120 mm Hg .	1
0	The feed company had placed @DRUG$ in the ration at levels recommended for the less toxic @DRUG$.	The run company had placed @DRUG$ in the ration at levels recommended for the less toxic @DRUG$ .	The feed company had placed @DRUG$ in the ration at levels recommended for toxic less the @DRUG$ .	feed company had placed @DRUG$ the at levels recommended for less toxic @DRUG$ .	The feed company had placed @DRUG$ in the ration at levels recommended for the less toxic @DRUG$ ."In other words, the feed company had placed DRUGA in the ration at levels that were recommended for the less toxic DRUGB.	0
1	OBJECTIVES: @DRUG$ (MPA) is the active form of mycophenolate mofetil (@DRUG$), which is currently used off-label as immunosuppressive therapy in childhood-onset SLE (cSLE).	OBJECTIVES : @DRUG$ ( MPA ) is the participating form of mycophenolate mofetil ( @DRUG$ ) , which is presently used off-label as immunosuppressive therapy in childhood-onset systemic lupus erythematosus ( cSLE ) .	OBJECTIVES : @DRUG$ ( MPA ) is the is form of mycophenolate mofetil cSLE @DRUG$ ) , which active currently used off-label as immunosuppressive in therapy childhood-onset SLE ( ( ) .	OBJECTIVES : @DRUG$ ( MPA ) is the active form of mycophenolate mofetil ( @DRUG$ ) , is currently used off-label as immunosuppressive therapy in SLE ( cSLE ) .	Mycophenolate mofetil (@DRUG$) is currently used off-label as immunosuppressive therapy in childhood-onset SLE (cSLE).	1
0	METHODS AND RESULTS: Ex vivo and in vivo sensitivity of coronary MR thrombus imaging was tested by use of intracoronarily delivered Gd-@DRUG$-labeled @DRUG$ thrombi (n=6).	method AND RESULTS : Ex vivo and in vivo sensitiveness of coronary MR thrombus imaging was try out by use of intracoronarily delivered Gd- @DRUG$ - labeled @DRUG$ thrombi ( n=6 ) .	in AND RESULTS : Ex MR and METHODS vivo sensitivity of coronary ) thrombus imaging was tested by use of intracoronarily delivered Gd- @DRUG$ - labeled @DRUG$ thrombi ( n=6 vivo .	RESULTS : Ex vivo and in vivo sensitivity of coronary MR thrombus imaging was tested by use of intracoronarily Gd- @DRUG$ - labeled @DRUG$ thrombi ( n=6 ) .	The study found that the sensitivity of coronary MR thrombus imaging was tested by use of intracoronarily delivered Gd- @DRUG$ - labeled @DRUG$ thrombi.	0
0	The company intends to develop the facility to meet anticipated clinical and commercial demands of @DRUG$ @DRUG$ well as other active immunotherapy product candidates.	The company intends to develop the facility to meet hoped for clinical and commercial grade demands of @DRUG$ @DRUG$ well as other active immunotherapy product candidates .	The company intends to develop the facility to meet anticipated clinical and candidates demands of @DRUG$ @DRUG$ well as other commercial immunotherapy product active .	company intends to develop facility to clinical and commercial demands of @DRUG$ @DRUG$ well as other immunotherapy product candidates .	The company plans to use the facility to produce @DRUG$ and @DRUG$, as well as other active immunotherapy products.	0
0	The BZDs in use @DRUG$ antiepileptic drugs are @DRUG$, clonazepam, clobazam, nitrazepam, and lately, also lorazepam and midazolam as emergency therapy.	The BZDs in role @DRUG$ anticonvulsant drugs are @DRUG$ , clonazepam , clobazam , nitrazepam , and lately , also lorazepam and midazolam as emergency therapy .	The BZDs in use @DRUG$ antiepileptic drugs are @DRUG$ , clonazepam , clobazam , nitrazepam , and lately lorazepam also , and midazolam as emergency therapy .	The BZDs use @DRUG$ antiepileptic drugs are @DRUG$ , clonazepam , clobazam , nitrazepam , and lately , also lorazepam and midazolam as emergency .	The BZDs in use @DRUG$ antiepileptic drugs are @DRUG$ , clonazepam , clobazam , nitrazepam , and lately , also lorazepam and midazolam as emergency therapy .	0
0	The mean total clearances of @DRUG$ were 203.5 and 134.2 ml/min (@DRUG$ = 0.035) when it was given alone and with piperacillin, respectively There were no significant differences in the elimination half lives, areas under the concentration-time curve from 0 h to infinity, or volumes of distribution.	The mean total clearances of @DRUG$ were 203.5 and 134.2 milliliter / min ( @DRUG$ = 0.035 ) when it was given alone and with pipracil , respectively There were no significant differences in the elimination half be , areas under the absorption - prison term curve from 0 h to infinity , or volumes of distribution .	The mean total clearances of @DRUG$ were ml 134.2 and , / min 0.035 @DRUG$ = ( ) when it was given alone and with piperacillin , respectively There lives no significant differences in the elimination half were , areas under the concentration - time curve from 0 h to infinity 203.5 or volumes of distribution .	The mean total clearances of @DRUG$ were 203.5 and 134.2 ml / min ( @DRUG$ = 0.035 ) when it given alone and with piperacillin There were significant differences the elimination half lives , areas the concentration - time curve from 0 h to , volumes of distribution .	The mean total clearances of @DRUG$ were 203.5 and 134.2 ml / min ( @DRUG$ = 0.035 ) when it was given alone and with piperacillin , respectively There were no significant differences in the elimination half lives , areas under the concentration - time curve	0
1	After day 2 ultrasounds, DHEA-sulphate (DHEA-S), FSH, human chorionic gonadotrophin (HCG), and @DRUG$ were measured, and the women were given 80 mg/day of oral micronized @DRUG$ for 2 months.	After day 2 ultrasounds , DHEA - sulphate ( DHEA -S ) , fsh , man chorionic gonadotrophin ( hcg ) , and @DRUG$ were measured , and the fair sex were given 80 mg / day of oral micronized @DRUG$ for 2 months .	After day 2 ultrasounds , DHEA months sulphate ( DHEA -S ) , FSH , human and gonadotrophin chorionic HCG ) , ( @DRUG$ were measured - and the women were given 80 mg / day of oral micronized @DRUG$ for 2 , .	After day ultrasounds , DHEA - sulphate ( DHEA -S ) , FSH , human chorionic gonadotrophin ( , and @DRUG$ were measured , and the women were given 80 mg / day of oral micronized @DRUG$ for months .	After day 2 ultrasounds, the women were given 80 mg/day of oral micronized @DRUG$ for 2 months.	1
0	In vivo, administration of tianeptine (0.0625 mmol/kg i.p.), decreased by 53 and 58%, respectively, the formation of [14C]CO2 from [1-14C]octanoic acid and [1-14C]@DRUG$, but did not significantly decrease that from [1-14C]@DRUG$.	inward vivo , presidency of tianeptine ( 0.0625 mmol / kilo i.p. ) , fall by 53 and 58 % , respectively , the formation of [ 14C ] CO2 from [ 1 - fourteen C ] octanoic acid and [ 1 - fourteen C ] @DRUG$ , but did not importantly decrease that from [ 1 - 14C ] @DRUG$ .	In and , [ of tianeptine ( 0.0625 mmol / kg i.p. 1 , decreased by 53 vivo 58 % , respectively , octanoic formation of [ 14C ] CO2 from [ 1 - 14 C ] - acid and administration , - 14 C ] @DRUG$ ) but did not significantly decrease that from [ 1 the 14C ] @DRUG$ .	In vivo , administration ( mmol / ) , decreased by 53 and 58 % , respectively , the formation of [ 14C ] CO2 from [ 1 - 14 C octanoic acid and [ 1 - 14 C ] @DRUG$ , but did not significantly decrease that from [ 1 - 14C ] @DRUG$	Tianeptine administration decreases the formation of carbon dioxide from both octanoic acid and @DRUG$, but does not significantly decrease that from @DRUG$.	0
0	Results of the elution study confirmed the higher affinity of magnesium trisilicate over that of @DRUG$ and @DRUG$ for the steroids tested.	Results of the elution learn confirmed the higher affinity of mg trisilicate over that of @DRUG$ and @DRUG$ for the steroids tested .	Results of the the study confirmed elution higher affinity of magnesium trisilicate over that of @DRUG$ and @DRUG$ for the steroids tested .	Results of the elution study confirmed the affinity of magnesium over that of @DRUG$ @DRUG$ for the steroids tested .	Magnesium trisilicate has a higher affinity than @DRUG$ and @DRUG$ for the steroids tested.	0
1	We previously examined potential cytochrome P450 interactions with @DRUG$ and here describe dangerous side effects in a patient receiving zuclopenthixol acuphase and the selective serotonin reuptake inhibitor @DRUG$ at high dose.	We antecedently examined potential cytochrome P450 interactions with @DRUG$ and here describe dangerous side effects in a patient receiving zuclopenthixol acuphase and the selective  hydroxytryptamine reuptake inhibitor @DRUG$ at highschool dose .	We previously examined potential cytochrome P450 interactions dangerous @DRUG$ and dose describe with side effects here a patient receiving zuclopenthixol acuphase and the selective serotonin reuptake inhibitor @DRUG$ at high in .	We previously examined potential cytochrome P450 interactions with @DRUG$ and here describe dangerous side effects a patient receiving zuclopenthixol acuphase and the selective reuptake inhibitor @DRUG$ at high dose .	@DRUG$ can interact with the cytochrome P450 enzyme to cause dangerous side effects in patients receiving @DRUG$.	0
0	Ferric pyrophosphate is a @DRUG$-insoluble Fe compound used to fortify infant cereals and chocolate-drink powders @DRUG$ it causes no organoleptic changes to the food vehicle.	Ferric pyrophosphate is a @DRUG$ - insoluble Fe deepen used to build up infant cereals and chocolate - drink powders @DRUG$ it causes no organoleptic changes to the food fomite .	the pyrophosphate organoleptic a @DRUG$ - is Fe compound used to fortify infant cereals and chocolate - drink powders @DRUG$ it causes no insoluble changes to Ferric food vehicle .	Ferric pyrophosphate is a @DRUG$ - insoluble Fe compound to fortify infant cereals and chocolate - drink powders @DRUG$ it causes organoleptic to the food vehicle .	Ferric pyrophosphate is a @DRUG$ - an insoluble Fe compound used to fortify infant cereals and chocolate - drink powders. @DRUG$ it causes no organoleptic changes to the food vehicle .	0
0	Additionally, meropenem's FDA approved indication for central nervous system infection offers an additional advantage when compared to @DRUG$/@DRUG$.	Additionally , meropenem 's FDA approved indication for telephone exchange nervous organisation infection offers an additional advantage when compared to @DRUG$ / @DRUG$ .	Additionally , meropenem 's FDA approved indication for central nervous system infection compared an advantage additional when offers to @DRUG$ / @DRUG$ .	Additionally , meropenem 's FDA approved indication for central nervous system an additional advantage compared to @DRUG$ / @DRUG$ .	Meropenem is a better drug than either @DRUG$ or @DRUG$ when it comes to treating infections of the central nervous system.	0
0	Using the model of exercise-induced tachycardia (ET) the beta-adrenoceptor blocking properties of bisoprolol (2.5-40 mg) were examined in comparison to metoprolol (50 and 100 mg), @DRUG$ (40 and 80 mg) and atenolol (50 and 100 @DRUG$).	Using the model of exercise-induced tachycardia ( ET ) the beta adrenoceptor deflect place of bisoprolol ( 2.5 - forty mg ) were analyze in comparison to metoprolol ( 50 and 100 mg ) , @DRUG$ ( forty and 80 mg ) and atenolol ( 50 and 100 @DRUG$ ) .	Using the 50 of exercise-induced the ( ET ) tachycardia beta-adrenoceptor blocking properties of bisoprolol ( 2.5 - 40 mg ) were examined in ) to metoprolol ( model and 100 50 comparison , @DRUG$ mg 40 and 80 mg ) and atenolol ( ( and 100 @DRUG$ ) .	Using the model of exercise-induced tachycardia ET ) the beta-adrenoceptor blocking properties of bisoprolol ( 2.5 - 40 ) were in comparison to metoprolol ( 50 and 100 mg ) , @DRUG$ ( 40 and 80 mg ) and atenolol ( and 100 @DRUG$ ) .	The beta-adrenoceptor blocking properties of bisoprolol ( 2.5 - 40 mg ) were examined in comparison to metoprolol ( 50 and 100 mg ) , @DRUG$ ( 40 and 80 mg ) and atenolol ( 50 and 100 mg ) .	1
0	The present study was conducted to determine, in lactating women, whether oral galactose is directly incorporated from plasma galactose into @DRUG$ and @DRUG$ in milk lactose or via conversion of galactose to glucose in the liver.	The lay out study was conducted to determine , in lactating women , whether oral galactose is directly incorporated from plasma galactose into @DRUG$ and @DRUG$ in milk milk sugar or via transition of galactose to glucose in the liver .	conversion present study was conducted to determine , in lactating women , via oral incorporated is directly galactose from plasma galactose into @DRUG$ and @DRUG$ in milk lactose or whether The of galactose to glucose in the liver .	present study was conducted to determine , in women , whether oral galactose is incorporated from plasma galactose into @DRUG$ and @DRUG$ in milk via conversion of galactose to glucose in the liver .	The present study was conducted to determine whether oral galactose is directly incorporated from plasma galactose into @DRUG$ and @DRUG$ in milk lactose or via conversion of galactose to glucose in the liver ."In other words, DRUGA and DRUGB are directly	0
0	Neither MTX-Glu1 nor MTXPGs promoted the formation of a charcoal-stable ternary complex with @DRUG$ synthase and 5-fluoro-@DRUG$.	Neither MTX - Glu1 nor MTXPGs promoted the establishment of a charcoal-stable triplex complex with @DRUG$ synthase and 5 - fluoro - @DRUG$ .	Neither MTX - - nor MTXPGs promoted the formation Glu1 a charcoal-stable ternary complex with @DRUG$ synthase and 5 - fluoro of @DRUG$ .	Neither MTX Glu1 nor MTXPGs the formation of charcoal-stable complex with @DRUG$ synthase and 5 - fluoro - @DRUG$ .	Neither MTX - Glu1 nor MTXPGs promoted the formation of a charcoal-stable ternary complex with @DRUG$ synthase and 5 - fluoro - @DRUG$ .	0
1	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and/or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (fenfluramine, @DRUG$, phentermine and sibutramine), tricyclic derivatives (mazindol), phenylpropanolamine derivatives (ephedrin, phenylpropanolamine), phenylpropanolamine oxytrifluorphenyl derivative (@DRUG$), a naftilamine derivative (sertraline) and a lipstatine derivative (orlistat).	The authors present an all encompassing review on the criterion for anti-obesity management efficacy , on physiological mechanism that shape central and / or peripheral energy homeostasis ( food , monoamines , and peptide ) , on beta- phenethylamine pharmacological derivative broker ( fenfluramine , @DRUG$ , phentermine and sibutramine ) , tricyclic derivatives ( mazindol ) , phenylpropanolamine derivatives ( ephedrin , phenylpropanolamine ) , phenylpropanolamine oxytrifluorphenyl derivative ( @DRUG$ ) , a naftilamine derivative ( zoloft ) and a lipstatine derivative ( orlistat ) .	The authors on ) phenylpropanolamine review on the criteria for anti-obesity management efficacy , present physiological ( that regulate central and peptides and peripheral energy homeostasis ( nutrients , monoamines , oxytrifluorphenyl / an , on beta- phenethylamine pharmacological derivative agents ( fenfluramine , @DRUG$ , phentermine or ) ) , tricyclic derivatives ( mazindol sibutramine , extensive derivatives ( ephedrin , phenylpropanolamine ) , phenylpropanolamine and derivative ( @DRUG$ ) , a naftilamine derivative mechanisms sertraline ) and a lipstatine derivative ( orlistat ) .	The authors present an extensive review the criteria for anti-obesity management , on physiological mechanisms central and / or peripheral energy homeostasis ( nutrients , monoamines , and peptides , on beta- phenethylamine pharmacological derivative agents ( fenfluramine , @DRUG$ , phentermine and ) , tricyclic derivatives ( mazindol ) , phenylpropanolamine derivatives ( ephedrin , oxytrifluorphenyl derivative ( @DRUG$ ) , a naftilamine derivative ( sertraline ) and lipstatine derivative ( orlistat ) .	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and / or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (fenfluramine, DR	1
1	Subjects in the '@DRUG$/E2' group received DRSP 3 mg/E2 1.5 mg (research combination) once daily for 21 to 28 days followed by DRSP 3 mg/E2 1.5 @DRUG$ once daily plus KTZ 200 mg twice daily for 10 days.	Subjects in the ' @DRUG$ / E2 ' group received DRSP 3 mg / E2 1.5 mg ( research compounding ) once casual for twenty one to 28 days followed by DRSP 3 mg / E2 1.5 @DRUG$ once casual plus KTZ cc mg twice casual for 10 days .	Subjects in the ' @DRUG$ / E2 ' group received DRSP 3 mg / E2 1.5 mg ( daily combination ) 10 daily for 21 to 28 days followed by days 3 mg / E2 1.5 @DRUG$ once research plus KTZ 200 mg twice daily for once DRSP .	Subjects in the ' @DRUG$ / E2 ' group received DRSP 3 mg / E2 1.5 mg ( research combination ) once daily for 21 to 28 days followed by DRSP 3 mg / E2 1.5 @DRUG$ once daily KTZ 200 mg twice daily for days .	Subjects in the ' @DRUG$ / E2 ' group received DRSP 3 mg / E2 1.5 mg ( research combination ) once daily for 21 to 28 days followed by DRSP 3 mg / E2 1.5 mg ( research combination ) once daily plus KTZ 200 mg	1
1	Consistent with previous reports, the induction of locomotor sensitization following repeated daily @DRUG$ was not prevented by systemic pretreatment of either @DRUG$, Delta(9)-tetrahydrocannabinol (THC), or a 1:1 mixture of THC and cannabidiol (CBD).	Consistent with previous reports , the induction of locomotor sensitization following replicate daily @DRUG$ was not prevented by systemic pretreatment of either @DRUG$ , Delta ( ennead ) - tetrahydrocannabinol ( tetrahydrocannabinol ) , or a 1:1 intermixture of tetrahydrocannabinol and cannabidiol ( CBD ) .	reports ( previous Consistent daily the induction of locomotor sensitization following ( , @DRUG$ was not prevented by systemic pretreatment of either @DRUG$ , Delta ( 9 ) - tetrahydrocannabinol repeated THC ) , or a 1:1 mixture of THC and cannabidiol with CBD ) .	with previous reports the induction of locomotor sensitization following repeated daily @DRUG$ was not prevented by systemic pretreatment of either @DRUG$ , Delta 9 ) - tetrahydrocannabinol THC ) , or a 1:1 mixture of THC and cannabidiol ( CBD ) .	Repeated daily exposure to @DRUG$ leads to an increase in locomotor activity, and this increase is not prevented by pretreatment with either @DRUG$ or a 1:1 mixture of THC and CBD.	0
0	These include the antiviral drugs acyclovir, amprenavir, and ganciclovir, the antibiotics @DRUG$, cephradine and levofloxacin, @DRUG$ well as the antimalarial agents chloroquine and quinine.	These include the antiviral drug acyclovir , amprenavir , and ganciclovir , the antibiotic @DRUG$ , cephradine and levofloxacin , @DRUG$ advantageously as the antimalarial agents chloroquine and quinine .	the include the antiviral drugs acyclovir , amprenavir , and ganciclovir , quinine antibiotics @DRUG$ , cephradine and levofloxacin , @DRUG$ well as chloroquine antimalarial agents the and These .	These include the antiviral drugs acyclovir amprenavir , and ganciclovir , the antibiotics @DRUG$ , and levofloxacin , @DRUG$ well as the antimalarial agents chloroquine and quinine	@DRUG$ is an antibiotic, while @DRUG$ is an antimalarial agent.	0
0	In conclusion, at the lower doses, @DRUG$ significantly increased HDL cholesterol and reduced TG serum levels in patients with low HDL cholesterol and @DRUG$ >/=200 mg/dl.	In finish , at the glower doses , @DRUG$ significantly increased alpha lipoprotein cholesterol and reduced TG serum levels in patients with low alpha lipoprotein cholesterol and @DRUG$ >/=200 mg / dl .	In conclusion , at the HDL doses , @DRUG$ significantly increased and cholesterol and reduced TG serum levels in patients with low lower cholesterol HDL @DRUG$ >/=200 mg / dl .	conclusion , at the lower doses , @DRUG$ significantly increased HDL cholesterol and reduced TG serum levels in patients with low HDL cholesterol and @DRUG$ >/=200 mg / dl .	At the lower doses, @DRUG$ significantly increased HDL cholesterol and reduced TG serum levels in patients with low HDL cholesterol and @DRUG$ >/=200 mg/dl.	0
0	Treatment with lumacaftor 200 mg once daily and ivacaftor 250 @DRUG$ every 12 h decreased mean sweat chloride concentration by 9.1 mmol/@DRUG$ (p<0.001) during the combination treatment period in cohort 1.	Treatment with lumacaftor 200 magnesium once everyday and ivacaftor 250 @DRUG$ every 12 h decreased mean sweat chloride concentration by 9.1 mmol / @DRUG$ ( p< 0.001 ) during the combination discussion period in cohort 1 .	Treatment 12 lumacaftor period mg and daily once ivacaftor 250 @DRUG$ every with h decreased mean sweat chloride concentration by 9.1 mmol / @DRUG$ ( p< 0.001 ) during the combination treatment 200 in cohort 1 .	Treatment with lumacaftor 200 mg once daily and ivacaftor 250 @DRUG$ every 12 h decreased mean sweat chloride concentration by 9.1 mmol / @DRUG$ ( p< 0.001 ) during the combination treatment period in cohort 1	The combination of lumacaftor and ivacaftor resulted in a significant decrease in sweat chloride concentration.	1
0	Although most studies point towards significant health benefits from @DRUG$ and @DRUG$, further large-scale randomised supplementation trials are needed to define their effects on ocular function in health and disease.	Although most studies point towards significant wellness benefits from @DRUG$ and @DRUG$ , further large scale randomized supplementation trials are needed to define their effects on ocular function in wellness and disease .	Although most studies point ocular benefits health significant from @DRUG$ and @DRUG$ , further function randomised supplementation trials are needed to define their effects on towards large-scale in health and disease .	Although studies point towards significant health from @DRUG$ and @DRUG$ , further large-scale randomised supplementation trials are needed to define their effects on ocular function in health and disease .	There is evidence that @DRUG$ and @DRUG$ have health benefits, but more research is needed to determine their effects on eye health.	0
1	Effects of @DRUG$ on platelet function in humans: comparison with low-dose @DRUG$.	Effects of @DRUG$ on thrombocyte function in humans : comparison with low-dose @DRUG$ .	Effects of @DRUG$ in platelet function on humans : comparison with low-dose @DRUG$ .	Effects of @DRUG$ on platelet function : comparison with low-dose @DRUG$ .	The effects of @DRUG$ on platelet function in humans are compared to the effects of low-dose @DRUG$.	0
0	One of them is thought to prenylate the phenolic @DRUG$ of @DRUG$-tyrosine, and another catalyzes the unusual reverse prenylation reaction in the biosynthesis of fumigaclavine C(10), an EA characteristic of A. fumigatus.	One of them is reckon to prenylate the phenolic @DRUG$ of @DRUG$ - tyrosine , and another catalyze the unusual reverse prenylation reaction in the biosynthesis of fumigaclavine C( 10 ) , an EA feature of A. fumigatus .	and of them is thought to prenylate the phenolic @DRUG$ of @DRUG$ - tyrosine , One catalyzes another an unusual reverse prenylation reaction in the biosynthesis of fumigaclavine C( 10 ) , the EA characteristic of A. fumigatus .	One of them is thought prenylate the phenolic @DRUG$ of @DRUG$ - tyrosine , and another catalyzes the unusual reverse reaction in the biosynthesis of fumigaclavine C( 10 ) , an EA characteristic of A. .	One of them is thought to prenylate the phenolic @DRUG$ of @DRUG$ - tyrosine , and another catalyzes the unusual reverse prenylation reaction in the biosynthesis of fumigaclavine C( 10 ) , an EA characteristic of A. f	0
0	Several formulations of @DRUG$ 10% and sulfur 5% are now available @DRUG$ topical lotions and cleansers.	Several formulations of @DRUG$ 10 % and atomic number  5 % are now available @DRUG$ topical lotions and cleansers .	Several formulations of @DRUG$ and % 10 sulfur 5 % are now available @DRUG$ topical lotions and cleansers .	Several formulations of @DRUG$ 10 % and sulfur 5 % are now available @DRUG$ topical lotions and cleansers .	@DRUG$ is available in several formulations, one of which is a topical lotion or cleanser that contains sulfur 5 %.	1
0	METHODS: Twenty-four healthy volunteers (14 men, 10 women), with no history of respiratory disease, attended on five separate occasions; beta-blockers (nebivolol 5 mg, @DRUG$ 10 mg, atenolol 50 and 100 @DRUG$) or placebo were supplied in random order.	METHODS : Twenty - four hefty volunteers ( 14 men , 10 adult female ) , with no story of respiratory disease , hang on five separate occasions ; beta-blockers ( nebivolol 5 mg , @DRUG$ 10 mg , atenolol  and 100 @DRUG$ ) or placebo were supplied in random order .	METHODS : 10 , placebo healthy volunteers and 14 men , Twenty women ) - with no history of respiratory disease , attended on five separate occasions ; beta-blockers ( random 5 mg , @DRUG$ 10 mg , atenolol 50 ( 100 @DRUG$ ) or four were supplied in nebivolol order .	METHODS : Twenty - four healthy volunteers ( 14 men , 10 ) , with no history of respiratory , on occasions beta-blockers ( nebivolol 5 mg , @DRUG$ 10 mg , atenolol 50 and 100 @DRUG$ or placebo were supplied in random order	Twenty-four healthy volunteers (14 men, 10 women) attended on five separate occasions. Beta-blockers (nebivolol 5 mg, @DRUG$ 10 mg, atenolol 50 and 100 mg) or placebo were supplied in random order.	1
0	@DRUG$, an antirheumatic gold compound, is an inhibitor of @DRUG$ enzymes, such as thioredoxin reductase and glutathione peroxidase.	@DRUG$ , an antirheumatic aureate colonial , is an inhibitor of @DRUG$ enzymes , such as thioredoxin reductase and glutathione peroxidase .	@DRUG$ , reductase antirheumatic gold compound , is an inhibitor of @DRUG$ enzymes , such as thioredoxin glutathione and an peroxidase .	@DRUG$ , an antirheumatic gold compound , is an inhibitor of @DRUG$ enzymes , as reductase and glutathione peroxidase .	@DRUG$ inhibits the enzymes @DRUG$, such as thioredoxin reductase and glutathione peroxidase.	0
0	Mean data for glucose and insulin after @DRUG$ challenges during @DRUG$ treatment in healthy rats were analyzed.	Mean data for glucose and insulin after @DRUG$ challenges during @DRUG$ treatment in goodly rats were analyzed .	Mean data for were and insulin after @DRUG$ challenges during @DRUG$ treatment in healthy rats glucose analyzed .	Mean data for glucose and insulin after @DRUG$ challenges during @DRUG$ treatment in healthy rats were analyzed .	The mean data for glucose and insulin after @DRUG$ challenges were analyzed during @DRUG$ treatment in healthy rats.	0
0	In a large, randomized, open-label, multicenter, phase III trial, the addition of adjuvant (postoperative) @DRUG$ to three- or four-drug combination chemotherapy (doxorubicin, @DRUG$, and high-dose methotrexate with, or without, ifosfamide) was associated with a statistically significant improvement in overall survival in patients with newly diagnosed, high-grade, non-metastatic, resectable osteosarcoma.	indium a large , randomized , open-label , multicenter , phase angle III trial run , the addition of adjunct ( postoperative ) @DRUG$ to three - or four-drug combination chemotherapy ( doxorubicin , @DRUG$ , and high - dose amethopterin with , or without , ifosfamide ) was associated with a statistically significant improvement in overall natural selection in affected role with newly diagnosed , high - grade , non-metastatic , resectable osteosarcoma .	In a , , of , was , with , resectable III trial , the addition randomized adjuvant ( postoperative ) @DRUG$ to three - or four-drug combination chemotherapy ( doxorubicin in @DRUG$ , and high - dose methotrexate with , or without , large ) open-label associated multicenter a statistically significant improvement , overall survival in patients with newly diagnosed ifosfamide high - grade , non-metastatic , phase osteosarcoma .	In a large , randomized , open-label , multicenter , phase III the addition of adjuvant ( postoperative ) @DRUG$ to three - or four-drug combination chemotherapy doxorubicin , @DRUG$ and high - dose methotrexate with , or , ifosfamide ) was with a statistically significant improvement in overall survival in patients with newly , - grade , non-metastatic , resectable osteosarcoma .	Adding @DRUG$ to a three- or four-drug chemotherapy combination (including doxorubicin and @DRUG$) improved overall survival in patients with newly diagnosed, high-grade, non-metastatic, resectable osteosarcoma.	0
0	Endostar, a novel @DRUG$ expressed and purified in Escherichia coli with an additional nine-amino acid sequence and forming another @DRUG$-tag structure, was approved by the SFDA in 2005 for the treatment of non-small-cell lung cancer.	Endostar , a refreshing @DRUG$ expressed and purified in escherichia coli with an additional nine-amino acid sequence and forming another @DRUG$ - tag structure , was approved by the SFDA in 2005 for the treatment of non-small - jail cell lung genus cancer .	Endostar , a novel @DRUG$ expressed and purified an Escherichia coli with in additional another acid sequence and forming nine-amino @DRUG$ - tag structure , was approved cell the non-small in 2005 for the treatment of SFDA - by lung cancer .	Endostar , novel @DRUG$ expressed and purified in Escherichia coli an additional nine-amino acid and forming another @DRUG$ tag structure , was approved by the SFDA in 2005 for the treatment of non-small - cell lung cancer .	Endostar is a novel drug that is expressed and purified in Escherichia coli. It has an additional nine-amino acid sequence and forms another drug - tag structure. It was approved by the SFDA in 2005 for the treatment of non-small - cell lung cancer.	1
0	@DRUG$ and glutamine were the predominant @DRUG$ released into the circulation in this preparation.	@DRUG$ and glutamine were the predominant @DRUG$ released into the circulation in this cookery .	@DRUG$ and glutamine were preparation predominant @DRUG$ released into the circulation in this the .	@DRUG$ and glutamine were the predominant @DRUG$ into the circulation in preparation .	@DRUG$ and glutamine were the predominant @DRUG$ released into the circulation in this preparation .	0
0	RESULTS: DO2, VO2, SvO2 and urine output dropped significantly after septic shock (all P<0.05), but serum levels of @DRUG$ and @DRUG$ g-a CO2 elevated markedly (both P<0.05).	RESULTS : DO2 , VO2 , SvO2 and urine end product dropped importantly after septic blow ( all P<0.05 ) , but serum levels of @DRUG$ and @DRUG$ g-a CO2 elevated markedly ( both P<0.05 ) .	, : DO2 , VO2 , SvO2 and urine output dropped significantly after septic shock ( all P<0.05 ) levels but serum markedly of @DRUG$ and @DRUG$ g-a CO2 elevated RESULTS ( both P<0.05 ) .	RESULTS : DO2 , VO2 , SvO2 and urine output dropped significantly after septic shock ( all P<0.05 ) , but serum of @DRUG$ and @DRUG$ g-a CO2 elevated markedly ( P<0.05 ) .	After septic shock, the levels of @DRUG$ and @DRUG$ in the blood increased markedly.	0
0	Systemic galactose clearance, calculated @DRUG$ mentioned above, was 1.5 +/- 0.1 @DRUG$ blood/min.	Systemic galactose clearance , bet @DRUG$ mentioned above , was 1.5 +/- 0.1 @DRUG$ blood / min .	Systemic galactose clearance , calculated @DRUG$ mentioned above , was 0.1 +/- 1.5 @DRUG$ blood / min .	Systemic galactose clearance , calculated @DRUG$ mentioned above , was 1.5 +/- 0.1 @DRUG$ / min .	Systemic galactose clearance is 1.5 +/- 0.1 @DRUG$ blood / min.	1
0	The landmark trials of the selective @DRUG$ agonists will be reviewed @DRUG$ well as their use in special patient populations undergoing stress myocardial perfusion imaging.	The watershed trials of the selective @DRUG$ agonists will be reviewed @DRUG$ well as their use in special patient population undergoing stress myocardial perfusion imaging .	The landmark trials of the selective @DRUG$ agonists will be reviewed @DRUG$ well as their use in special undergoing patient populations stress myocardial perfusion imaging .	The landmark trials of the selective @DRUG$ agonists will be reviewed @DRUG$ well as their in special patient populations undergoing stress myocardial perfusion imaging .	@DRUG$ is a selective agonist that will be reviewed in detail, along with its use in special patient populations.	1
1	@DRUG$ has demonstrated efficacy equivalent to that of carbamazepine in patients with (mainly) partial seizures, and to that of @DRUG$ in a small study of children (n = 32) with generalised seizures.	@DRUG$ has demonstrated efficacy equivalent to that of carbamazepine in patients with ( principally ) partial tone seizures , and to that of @DRUG$ in a small study of tike ( n = 32 ) with generalised seizures .	@DRUG$ has demonstrated efficacy equivalent to that of carbamazepine in patients with ( mainly ) partial seizures , and to that of @DRUG$ ) a 32 study children of ( n = small in with generalised seizures .	@DRUG$ has demonstrated efficacy equivalent to that of carbamazepine in patients mainly ) partial seizures , and to that @DRUG$ in study of children ( = 32 ) with generalised seizures .	@DRUG$ is just as effective as carbamazepine in treating partial seizures, and just as effective as @DRUG$ in treating generalised seizures.	0
0	Eprosartan is safe, effective and well-tolerated in long-term treatment, either as a monotherapy or in combination with other antihypertensive drugs such @DRUG$ @DRUG$.	Eprosartan is safe , effective and well - abide in long-term intervention , either as a monotherapy or in combination with other antihypertensive drugs such @DRUG$ @DRUG$ .	Eprosartan is , , effective combination well - tolerated in long-term treatment safe either as a monotherapy or in and with other antihypertensive drugs such @DRUG$ @DRUG$ .	Eprosartan is , effective and well - tolerated in long-term treatment , either as a monotherapy or in combination with other antihypertensive drugs such @DRUG$ @DRUG$ .	Eprosartan is safe, effective and well- tolerated in long-term treatment, either as a monotherapy or in combination with other antihypertensive drugs such as @DRUG$ and @DRUG$.	0
0	SUMMARY: Ombitasvir 25 @DRUG$-paritaprevir 150 mg-ritonavir 100 mg plus @DRUG$ 250 mg (Viekira) is approved in the United States as a combination direct-acting antiviral agent for treatment-naive or treatment-experienced patients with HCV genotype 1 infection, including those with compensated cirrhosis.	SUMMARY : Ombitasvir 25 @DRUG$ - paritaprevir cl mg-ritonavir 100 mg plus @DRUG$ 250 mg ( Viekira ) is approve in the United express as a combination direct-acting antiviral agent for intervention - naive or intervention - experienced patients with HCV genotype 1 infection , admit those with compensated cirrhosis .	or : Ombitasvir 25 @DRUG$ ( paritaprevir 150 mg-ritonavir 100 mg plus @DRUG$ 250 mg - Viekira ) is HCV in the United States as SUMMARY treatment direct-acting antiviral agent for combination - naive a treatment - experienced patients with approved genotype 1 infection , including those with compensated cirrhosis .	: Ombitasvir 25 @DRUG$ - paritaprevir 150 mg plus @DRUG$ 250 mg ( ) approved in the United States as a combination direct-acting antiviral agent for treatment - naive or experienced with HCV genotype 1 infection , including those with compensated cirrhosis .	Ombitasvir 25 @DRUG$ - paritaprevir 150 mg-ritonavir 100 mg plus @DRUG$ 250 mg ( Viekira ) is approved in the United States as a combination direct-acting antiviral agent for treatment - naive or treatment - experienced patients with HC	0
0	In addition to ceftiofur, the following antimicrobial agents or combinations were tested: enrofloxacin, ampicillin, sulfamethazine, @DRUG$-sulfadiazine (1:19), erythromycin, lincomycin, @DRUG$, lincomycin-spectinomycin (1:8), tilmicosin, and tetracycline.	In improver to ceftiofur , the following antimicrobic agents or combinations were tested : enrofloxacin , polycillin , sulfamethazine , @DRUG$ - sulfadiazine ( 1:19 ) , erythromycin , lincocin , @DRUG$ , lincomycin-spectinomycin ( 1:8 ) , tilmicosin , and tetracycline .	In addition were ceftiofur , 1:8 following antimicrobial agents or tilmicosin to tested : enrofloxacin , ampicillin , sulfamethazine , @DRUG$ - sulfadiazine ( 1:19 ) , erythromycin , lincomycin , @DRUG$ , lincomycin-spectinomycin and the ) , combinations , ( tetracycline .	In addition to , following antimicrobial agents or combinations were tested : enrofloxacin , ampicillin , sulfamethazine @DRUG$ - sulfadiazine ( 1:19 ) , erythromycin lincomycin , @DRUG$ , lincomycin-spectinomycin ( 1:8 ) , tilmicosin , and tetracycline .	@DRUG$ is an antimicrobial agent that is effective against a variety of bacteria, while @DRUG$ is an antimicrobial agent that is effective against a variety of bacteria, including those that are resistant to DRUGA.	0
0	From the experiments with glibenclamide, it can be concluded that the probable mechanism by which nicorandil hyperpolarizes is opening glibenclamide-sensitive K+ channels in coronary vascular smooth muscle and that this latter effect mimics those of other @DRUG$+ channel openers such as cromakalim or @DRUG$.	From the experiments with glibenclamide , it can be concluded that the probable mechanism by which nicorandil hyperpolarizes is scuttle glibenclamide -sensitive K+ channels in coronary thrombosis vascular smooth muscle and that this latter force mimics those of other @DRUG$ + carry openers such as cromakalim or @DRUG$ .	From the experiments with smooth + it can be concluded that the opening mechanism by which nicorandil hyperpolarizes is of glibenclamide -sensitive K+ channels in coronary vascular glibenclamide muscle and that this latter effect mimics those probable other @DRUG$ , channel openers such as cromakalim or @DRUG$ .	From the experiments with glibenclamide , it can be concluded that the probable mechanism by which nicorandil hyperpolarizes is opening -sensitive K+ channels in coronary vascular muscle and that this effect mimics those of other @DRUG$ + channel openers such as cromakalim or @DRUG$ .	@DRUG$ opens glibenclamide -sensitive K+ channels in coronary vascular smooth muscle, which in turn causes a hyperpolarization of the cells. This effect is similar to that of other DRUGA + channel openers, such as cromakalim or @DRUG$	0
0	Effect of repeated treatment with @DRUG$ and fluoxetine on central dopamine D(2) /@DRUG$(3) receptors.	Effect of repeated treatment with @DRUG$ and fluoxetine on cardinal dopamine D ( 2 ) / @DRUG$ ( 3 ) receptor .	Effect of repeated treatment with @DRUG$ and fluoxetine dopamine central ) D ( 2 on / @DRUG$ ( 3 ) receptors .	Effect repeated treatment with @DRUG$ and fluoxetine on central dopamine D ( 2 ) / @DRUG$ ( 3 ) receptors .	The effect of repeated treatment with @DRUG$ (a drug) and fluoxetine (a drug) on central dopamine D (2) receptors (the receptors that DRUGA affects) and @DRUG$ receptors (the receptors that fluoxetine affects) is that repeated treatment with DR	0
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, enalapril 10 or 20 mg/d, hydrochlorothiazide (HCTZ) 25 @DRUG$/d, nifedipine ER 30 or 40 mg/@DRUG$, nitrendipine 20 mg/d, perindopril 4 mg/d, and verapamil ER 120 to 240 mg/d.	In comparative run in the direction of high blood pressure , mavik 1 to 4 mg /d was statistically indistinguishable from or superior to capoten 100 mg /d , enalapril 10 or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 @DRUG$ /d , nifedipine ER 30 or 40 mg / @DRUG$ , nitrendipine 20 mg /d , perindopril 4 mg /d , and calan ER 120 to 240 mg/d .	In comparative trials in ER management of hypertension , trandolapril 1 to 4 100 /d was statistically verapamil from or superior 120 captopril mg mg /d , enalapril 10 or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 @DRUG$ /d , nifedipine ER 30 or 40 mg / @DRUG$ , nitrendipine to mg /d , perindopril 4 mg /d , the indistinguishable and 20 to 240 mg/d .	In comparative trials in the management of hypertension , trandolapril 1 to 4 mg /d was statistically indistinguishable from or superior to captopril 100 mg /d , enalapril 10 or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 @DRUG$ /d , ER 30 or 40 mg / @DRUG$ , nitrendipine 20 mg /d perindopril 4 mg /d , and ER 120 to mg/d .	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
1	The aims of this prospective, randomized, cross-over experimental trial were to establish effective butorphanol and morphine concentrations to be added to @DRUG$ for immersion anaesthesia (pilot study), and to compare the anaesthetic and antinociceptive effects of the two drug mixtures (alfaxalone-@DRUG$ and alfaxalone-morphine), in Bombina orientalis toads.	The aims of this prospective , randomize , cross-over experimental trial were to establish effective butorphanol and morphia engrossment to be added to @DRUG$ for immersion anesthesia ( pilot survey ) , and to compare the anaesthetic agent and antinociceptive effects of the two drug mixtures ( alfaxalone - @DRUG$ and alfaxalone - morphia ) , in Bombina orientalis toads .	The be of this prospective , randomized , cross-over of trial were to establish effective and and morphine concentrations to aims added to @DRUG$ butorphanol immersion anaesthesia ( pilot study - , and to compare the anaesthetic and antinociceptive effects two the experimental drug mixtures ( alfaxalone ) @DRUG$ for alfaxalone - morphine ) , in Bombina orientalis toads .	aims of this prospective , randomized , cross-over experimental trial were to butorphanol and morphine concentrations to be added to @DRUG$ for immersion anaesthesia ( pilot ) , and to compare the anaesthetic and antinociceptive effects of the two drug mixtures ( alfaxalone - @DRUG$ and alfaxalone - morphine ) , in Bombina orientalis toads .	The aim of this study was to establish effective butorphanol and morphine concentrations to be added to @DRUG$ for immersion anaesthesia, and to compare the anaesthetic and antinociceptive effects of the two drug mixtures, in toads.	1
0	For serum, MBC:@DRUG$ ratios were 2.7:1 (@DRUG$. haemolytica) and 2.4:1 (P. multocida).	For blood serum , MBC : @DRUG$ ratios were 2.7:1 ( @DRUG$ . haemolytica ) and 2.4:1 ( P. multocida ) .	For serum , . : @DRUG$ ratios were 2.7:1 multocida @DRUG$ MBC haemolytica ) and 2.4:1 ( P. ( ) .	serum , MBC : @DRUG$ ratios were 2.7:1 ( @DRUG$ . haemolytica ) and 2.4:1 ( P. multocida ) .	For serum , MBC : @DRUG$ ratios were 2.7:1 ( @DRUG$ . haemolytica ) and 2.4:1 ( P. multocida ) .	0
0	In vitro studies indicate that @DRUG$ has a high affinity for the human NK1 receptor of 0.66 nM and high selectivity over the human NK2 and NK3 subtypes of >1000-fold, as well as preferential affinity for human, guinea pig, gerbil and monkey NK1 receptors over rat, mouse and @DRUG$.	in vitro learn indicate that @DRUG$ has a high affinity for the human NK1 receptor of 0.66 nM and high selectivity over the human NK2 and NK3 subtypes of > 1000 - fold , as well as preferential affinity for human , french guinea sus scrofa , gerbille and monkey NK1 receptors over rat , mouse and @DRUG$ .	In vitro studies indicate that @DRUG$ has a high affinity for the NK1 gerbil receptor of 0.66 nM and high selectivity , the human and pig NK3 subtypes of > 1000 - fold , as well as preferential affinity for human , guinea NK2 , human and monkey NK1 receptors over rat over mouse and @DRUG$ .	In vitro studies indicate that @DRUG$ has a high affinity the human receptor of 0.66 nM high selectivity over the human NK2 and NK3 subtypes of > 1000 - fold , as well as preferential affinity for human guinea , gerbil and monkey NK1 receptors over rat , mouse and @DRUG$ .	Studies indicate that @DRUG$ binds to the human NK1 receptor with high affinity (0.66 nM) and high selectivity over the human NK2 and NK3 subtypes (more than 1000-fold), as well as preferential affinity for human, guinea pig, gerbil,	1
0	METHOD: 387 depressed perimenopausal and postmenopausal women aged 40 to 70 years were randomly assigned to placebo or @DRUG$ (100 or 200 @DRUG$/d at the discretion of the investigator) in an 8-week, flexible-dose trial conducted from September 2006 to June 2008.	METHOD : 387 depressed perimenopausal and postmenopausal women aged xl to 70 years were randomly assigned to placebo or @DRUG$ ( 100 or 200 @DRUG$ / d at the discretion of the investigator ) in an eighter from decatur - hebdomad , elastic - dose trial conducted from September 2006 to june 2008 .	METHOD : 387 depressed perimenopausal and postmenopausal 2006 ( 40 to 70 years from randomly assigned conducted placebo or @DRUG$ aged 100 or 200 @DRUG$ / d at the discretion of the investigator ) 8 an in - week , flexible - dose trial to were September women to June 2008 .	METHOD 387 depressed and postmenopausal women 40 to 70 years were randomly to placebo or @DRUG$ ( 100 or 200 @DRUG$ / d at the discretion of investigator ) in 8 - week , flexible - dose trial conducted from September 2006 to June 2008 .	387 depressed perimenopausal and postmenopausal women aged 40 to 70 years were randomly assigned to placebo or @DRUG$ ( 100 or 200 @DRUG$ / d at the discretion of the investigator ) in an 8 - week , flexible - dose trial conducted from September 2006 to June 2008 .	0
0	Gas chromatographic quantification revealed the following high enflurane concentrations: blood: 130 @DRUG$/@DRUG$-1, brain: 350 mg/l-1, and subcutaneous fat: 100 mg/l-1.	gun chromatographical quantification revealed the following high enflurane concentrations : blood : 130 @DRUG$ / @DRUG$ - single , brain : 350 mg / l- single , and subcutaneous fat : 100 mg /l-1 .	and chromatographic : revealed the following high enflurane concentrations : blood : 130 @DRUG$ / @DRUG$ - 1 , brain quantification 350 mg / l- 1 , Gas 100 fat : subcutaneous mg /l-1 .	Gas chromatographic quantification revealed the following high enflurane concentrations : blood : 130 @DRUG$ / @DRUG$ - 1 , brain : 350 mg / l- 1 , and subcutaneous fat : 100 mg /l-1 .	Gas chromatographic quantification revealed the following high enflurane concentrations : blood : 130 @DRUG$ / @DRUG$ - 1 , brain : 350 mg / l- 1 , and subcutaneous fat : 100 mg /l-1 ."DRUGA is more concentrated in	0
0	@DRUG$ microparticles expose negatively charged @DRUG$, they can bind and assemble the procoagulant enzyme-cofactor complexes.	@DRUG$ microparticles expose negatively charged @DRUG$ , they can bind and set up the procoagulant enzyme-cofactor complexes .	@DRUG$ microparticles expose negatively charged @DRUG$ assemble they can bind and , the procoagulant enzyme-cofactor complexes .	@DRUG$ microparticles expose negatively @DRUG$ , they can bind and assemble the procoagulant enzyme-cofactor complexes .	@DRUG$ microparticles expose negatively charged @DRUG$. DRUGA can bind and assemble the procoagulant enzyme-cofactor complexes.	0
0	RESULTS: Oxybutynin, propiverine, @DRUG$, the respective metabolites DEOB, @DRUG$-P-4(N-->O) and 5-HM, and darifenacin inhibited in concentration dependent fashion specific [(3)H]NMS binding in homogenates of the human bladder and parotid gland as well as in membranes of CHO-K1 cell lines expressing human muscarinic M(1) to M(5) receptor subtypes.	ensue : Oxybutynin , propiverine , @DRUG$ , the respective metabolites DEOB , @DRUG$ -P-4 ( N -->O ) and 5 - HM , and darifenacin inhibited in tightness dependent way specific [ ( triad ) enthalpy ] NMS truss in homogenates of the human bladder and parotid gland as well as in membranes of CHO - K1 cell lines give tongue to human muscarinic M( 1 ) to M( 5 ) receptor subtypes .	RESULTS : Oxybutynin darifenacin propiverine NMS @DRUG$ cell the respective metabolites DEOB , @DRUG$ -P-4 ( N -->O ) and 5 - HM , parotid , inhibited in concentration dependent fashion specific [ the 3 and H ] , binding in homogenates of ( human bladder receptor ) gland as well as in membranes of CHO - K1 , lines expressing human muscarinic M( 1 ) to M( 5 ) and subtypes .	RESULTS : Oxybutynin , propiverine @DRUG$ the respective metabolites DEOB , @DRUG$ -P-4 ( N -->O ) and 5 - HM and darifenacin in concentration dependent fashion specific [ ( 3 ) H ] NMS binding homogenates of the bladder and parotid gland as well as in membranes of CHO K1 cell lines expressing human muscarinic M( 1 ) to M( 5 receptor subtypes .	Oxybutynin, propiverine, @DRUG$, the respective metabolites DEOB, @DRUG$-P-4 (N-->O), and 5-HM, and darifenacin inhibited in concentration dependent fashion specific [3H]NMS binding in hom	0
0	Epitestosterone glucuronidation is catalyzed mainly by UGT2B7, and the K(@DRUG$) of this reaction is significantly lower than the K(m) of UGT2B17 for @DRUG$.	Epitestosterone glucuronidation is catalyzed primarily by UGT2B7 , and the K( @DRUG$ ) of this chemical reaction is significantly lower than the K ( metre ) of UGT2B17 for @DRUG$ .	reaction glucuronidation is catalyzed mainly by UGT2B7 , significantly the K( @DRUG$ ) the this Epitestosterone is and lower than of K ( m ) of UGT2B17 for @DRUG$ .	is catalyzed mainly by UGT2B7 , and K( @DRUG$ of reaction is significantly lower than the K ( ) of UGT2B17 for @DRUG$ .	The rate at which @DRUG$ is converted to @DRUG$ is much slower than the rate at which DRUGB is converted to epitestosterone.	0
0	@DRUG$ inhibits the growth of breast cancer cells with intrinsic resistance to the EGFR @DRUG$ kinase inhibitor gefitinib.	@DRUG$ inhibits the emergence of breast cancer cells with intrinsic resistance to the EGFR @DRUG$ kinase inhibitor gefitinib .	@DRUG$ inhibits the growth the breast cancer cells with intrinsic resistance to of EGFR @DRUG$ kinase inhibitor gefitinib .	@DRUG$ inhibits the growth of breast with intrinsic resistance to EGFR @DRUG$ kinase inhibitor gefitinib .	@DRUG$ inhibits the growth of breast cancer cells that are resistant to the EGFR @DRUG$ kinase inhibitor gefitinib.	0
0	The chemotherapeutic agents @DRUG$ (Bn), diphenhydramine and @DRUG$ showed distinct synergism when tested in combination with Md.	The chemotherapeutic agents @DRUG$ ( Bn ) , diphenhydramine and @DRUG$ demo distinct synergy when tested in combination with Md .	The chemotherapeutic agents @DRUG$ in Bn ) , diphenhydramine synergism @DRUG$ showed distinct and when tested ( combination with Md .	The chemotherapeutic agents @DRUG$ ( Bn ) , diphenhydramine and @DRUG$ showed distinct synergism when tested in combination with Md .	The chemotherapeutic agents @DRUG$ ( Bn ) and @DRUG$ showed distinct synergism when tested in combination with Md .	0
0	Blood progesterone determinations, clinical observations and the results of breeding confirmed that K 11941, at doses of 2 @DRUG$ or larger, and @DRUG$, were effective and safe luteolysins; heat and ovulations occurred within the expected time intervals and fertility was satisfactory.	Blood progesterone determinations , clinical reflection and the results of breeding confirmed that K 11941 , at doses of 2 @DRUG$ or larger , and @DRUG$ , were effective and prophylactic luteolysins ; heat and ovulations occurred within the expected time time interval and birth rate was satisfactory .	Blood progesterone determinations observations clinical , and the results of breeding confirmed that K 11941 , at doses of 2 @DRUG$ or larger , and @DRUG$ , were effective and safe satisfactory ; heat and ovulations was within the expected intervals time and fertility occurred luteolysins .	Blood progesterone determinations clinical observations and the results of breeding confirmed that K 11941 , at doses 2 @DRUG$ or , and @DRUG$ , were and safe luteolysins ; heat and ovulations occurred within the expected time intervals and fertility was satisfactory .	@DRUG$ is effective and safe at doses of 2 or larger, and @DRUG$ is effective and safe at doses of 1 or larger.	0
0	We cover nicotine replacement therapy (NRT), antidepressants (bupropion and nortriptyline), nicotine receptor partial agonists (@DRUG$ and cytisine), anxiolytics, selective type 1 cannabinoid receptor antagonists (rimonabant), clonidine, lobeline, @DRUG$, mecamylamine, Nicobrevin, opioid antagonists, nicotine vaccines, and silver acetate.	We cover nicotine replacement therapy ( NRT ) , antidepressants ( bupropion and nortriptyline ) , nicotine receptor partial agonists ( @DRUG$ and cytisine ) , minor tranquillizer , selective type i cannabinoid receptor antagonists ( rimonabant ) , catapres , lobeline , @DRUG$ , mecamylamine , Nicobrevin , opioid antagonists , nicotine vaccines , and silverish acetate rayon .	We cover , replacement therapy ( partial ) , nicotine ( bupropion and nortriptyline ) NRT nicotine silver , agonists ( @DRUG$ and cytisine ) , anxiolytics , selective type 1 cannabinoid receptor antagonists ( rimonabant ) , clonidine , lobeline , @DRUG$ , mecamylamine antidepressants Nicobrevin , opioid antagonists , nicotine vaccines , and receptor acetate .	We cover nicotine replacement therapy NRT ) , antidepressants ( bupropion and nortriptyline ) , nicotine receptor partial agonists ( @DRUG$ and cytisine ) , anxiolytics , selective type 1 cannabinoid receptor antagonists ( rimonabant ) , clonidine , lobeline , @DRUG$ , mecamylamine , Nicobrevin , opioid antagonists , nicotine vaccines , and silver acetate .	@DRUG$ is a drug that is used to treat various conditions, including addiction to nicotine (via NRT), depression (via bupropion and nortriptyline), anxiety (via anxiolytics), and addiction to other drugs (via opioid antagonists).@DRUG$ is a	0
0	Between Feb 5, 2015, and Aug 16, 2016, 452 patients were randomly assigned to cefiderocol (n=303) or imipenem-cilastatin (n=149), of whom 448 patients (n=300 in the cefiderocol group; n=148 in the @DRUG$-@DRUG$ group) received treatment.	Between february 5 , 2015 , and Aug 16 , 2016 , 452 patients were willy nilly assigned to cefiderocol ( n=303 ) or imipenem - cilastatin ( n=149 ) , of whom 448 patients ( n=300 in the cefiderocol grouping ; n=148 in the @DRUG$ - @DRUG$ grouping ) meet discourse .	Between Feb 5 452 2015 , cilastatin Aug 16 , received , , patients were randomly assigned to cefiderocol ( n=303 ) or 2016 patients and ( n=149 ) , of whom 448 - ( n=300 in the cefiderocol group ; n=148 in the @DRUG$ - @DRUG$ group ) imipenem treatment .	Between Feb 5 , 2015 and Aug 16 , 2016 , 452 patients were randomly assigned to cefiderocol ( n=303 ) or - ( n=149 , of whom 448 patients ( n=300 in the cefiderocol ; n=148 in the @DRUG$ - @DRUG$ group ) received treatment .	452 patients were randomly assigned to cefiderocol ( n=303 ) or imipenem - cilastatin ( n=149 ) , of whom 448 patients ( n=300 in the cefiderocol group ; n=148 in the @DRUG$ - @DRUG$ group	0
1	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of brecanavir was synergistic with the effects of @DRUG$ and additive to the effects of zidovudine, tenofovir, dideoxycytidine, @DRUG$, adefovir, abacavir, lamivudine, and emtricitabine.	When brecanavir was tested in combination with nucleoside reverse rna polymerase inhibitor , the antiviral drug activity of brecanavir was interactive with the effects of @DRUG$ and additive to the effects of zidovudine , tenofovir , dideoxycytidine , @DRUG$ , adefovir , abacavir , lamivudine , and emtricitabine .	When brecanavir , tested in combination with nucleoside reverse transcriptase , inhibitors the antiviral activity of brecanavir was the with the effects of @DRUG$ and additive to synergistic effects of zidovudine , tenofovir was dideoxycytidine , @DRUG$ , adefovir , abacavir , lamivudine , and emtricitabine .	When brecanavir in combination with nucleoside reverse transcriptase , the antiviral activity of brecanavir was with the effects of @DRUG$ and additive to the effects of zidovudine , tenofovir , dideoxycytidine , @DRUG$ , adefovir abacavir , lamivudine , and emtricitabine .	When brecanavir was tested in combination with nucleoside reverse transcriptase inhibitors, the antiviral activity of brecanavir was synergistic with the effects of @DRUG$ and additive to the effects of @DRUG$.	0
0	Rifalazil-32-hydroxylation in microsomes was completely inhibited by CYP3A4-specific inhibitors (fluconazole, ketoconazole, miconazole, troleandomycin) and drugs metabolized by CYP3A4 such @DRUG$ @DRUG$ and clarithromycin, indicating that the enzyme responsible for the rifalazil-32-hydroxylation is CYP3A4.	Rifalazil-32-hydroxylation in microsome was completely stamp down by CYP3A4 - specific inhibitors ( fluconazole , ketoconazole , miconazole , troleandomycin ) and drug metabolized by CYP3A4 such @DRUG$ @DRUG$ and clarithromycin , indicating that the enzyme creditworthy for the rifalazil - 32 - hydroxylation is CYP3A4 .	Rifalazil-32-hydroxylation CYP3A4 rifalazil was completely inhibited by CYP3A4 - specific inhibitors ( fluconazole , ketoconazole , miconazole , troleandomycin ) in drugs metabolized by and such @DRUG$ @DRUG$ and clarithromycin , indicating - the enzyme responsible for the microsomes that 32 - hydroxylation is CYP3A4 .	Rifalazil-32-hydroxylation in microsomes was completely inhibited by CYP3A4 - specific inhibitors ( fluconazole , , miconazole , ) and drugs metabolized by CYP3A4 such @DRUG$ @DRUG$ and clarithromycin , indicating that the enzyme responsible for the rifalazil - - hydroxylation is CYP3A4 .	Rifalazil-32-hydroxylation in microsomes was completely inhibited by CYP3A4 - specific inhibitors ( fluconazole , ketoconazole , miconazole , troleandomycin ) and drugs metabolized by CYP3A4	1
0	@DRUG$ may be a promising drug, either alone or in combination with @DRUG$, to attenuate the progression of Alzheimer's disease.	@DRUG$ may be a foretell drug , either alone or in combination with @DRUG$ , to rarefy the progression of Alzheimer 's disease .	@DRUG$ may be in promising drug , either alone of a combination with @DRUG$ , to attenuate the progression or Alzheimer 's disease .	@DRUG$ may be a promising drug alone or in combination with @DRUG$ to the of Alzheimer 's disease .	@DRUG$ may be a promising drug to attenuate the progression of Alzheimer's disease, either alone or in combination with @DRUG$.	0
0	Results From the First-in-Human Study With @DRUG$, a Novel, Selective @DRUG$-1-Phosphate Receptor Modulator.	outcome From the First-in-Human Study With @DRUG$ , a Novel , Selective @DRUG$ -1 - Phosphate Receptor Modulator .	Results From the First-in-Human Study With @DRUG$ , a - , Selective @DRUG$ -1 Novel Phosphate Receptor Modulator .	Results From the Study With @DRUG$ , a , @DRUG$ -1 - Phosphate Receptor Modulator .	@DRUG$ is a novel, selective @DRUG$-1-phosphate receptor modulator.	0
0	In comparison to other metabolic conversions, such @DRUG$ testosterone to dihydrotestosterone and androstenedione to @DRUG$, it is unlikely that, in the human prostate, the adrenal androgen androstenedione contributes significantly to the formation of testosterone and, further, of dihydrotestosterone.	In comparison to other metabolic spiritual rebirth , such @DRUG$ testosterone to dihydrotestosterone and androstenedione to @DRUG$ , it is unconvincing that , in the human prostate , the adrenal androgen androstenedione contributes importantly to the constitution of testosterone and , further , of dihydrotestosterone .	In comparison to other metabolic , , such @DRUG$ testosterone to dihydrotestosterone and androstenedione to @DRUG$ , it formation unlikely that , in and human prostate testosterone the adrenal androgen androstenedione contributes significantly to the is of , the , further conversions of dihydrotestosterone .	In comparison to other metabolic conversions , such @DRUG$ testosterone to dihydrotestosterone and androstenedione to @DRUG$ , it is unlikely that , the human prostate , the adrenal contributes significantly to the formation of testosterone and , further , of dihydrotestosterone .	@DRUG$ testosterone is converted to dihydrotestosterone and androstenedione is converted to @DRUG$ in the human prostate. However, it is unlikely that androstenedione contributes significantly to the formation of testosterone and dihydrotestosterone.	0
0	In addition, the combination of @DRUG$ and @DRUG$ is well-tolerated and has the added advantage of rapid symptomatic relief.	In addition , the combining of @DRUG$ and @DRUG$ is well - tolerated and has the added advantage of speedy symptomatic relief .	the the , In combination of @DRUG$ and @DRUG$ is well - tolerated and has addition added advantage of rapid symptomatic relief .	In addition , the combination of @DRUG$ and @DRUG$ is well - tolerated and has the added advantage of rapid symptomatic relief .	The combination of @DRUG$ and @DRUG$ is well- tolerated and has the added advantage of rapid symptomatic relief.	0
1	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and/or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (@DRUG$, dexfenfluramine, phentermine and sibutramine), tricyclic derivatives (@DRUG$), phenylpropanolamine derivatives (ephedrin, phenylpropanolamine), phenylpropanolamine oxytrifluorphenyl derivative (fluoxetine), a naftilamine derivative (sertraline) and a lipstatine derivative (orlistat).	The authors present an all embracing review on the criteria for anti-obesity direction efficacy , on physiologic chemical mechanism that baffle central and / or peripheral device energy homeostasis ( nutrients , monoamines , and peptides ) , on beta- phenethylamine pharmacologic derivative agent ( @DRUG$ , dexfenfluramine , phentermine and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , phenylpropanolamine derivatives ( ephedrin , phenylpropanolamine ) , phenylpropanolamine oxytrifluorphenyl derivative ( fluoxetine ) , a naftilamine derivative ( sertraline ) and a lipstatine derivative ( orlistat ) .	The pharmacological present an extensive review on the phenylpropanolamine for anti-obesity management efficacy , ) physiological mechanisms that regulate central and fluoxetine or peripheral energy homeostasis dexfenfluramine nutrients , monoamines , and peptides ) , on beta- phenethylamine authors derivative ) ( @DRUG$ , ( , phentermine and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , phenylpropanolamine derivatives ( ephedrin , phenylpropanolamine ) , criteria on derivative ( / ) , a naftilamine derivative ( sertraline agents and a lipstatine derivative ( orlistat oxytrifluorphenyl .	The authors present an extensive review on the criteria for anti-obesity management efficacy , on physiological that central and / or peripheral energy homeostasis ( nutrients , monoamines , and ) , beta- phenethylamine pharmacological derivative agents ( @DRUG$ , dexfenfluramine , phentermine and ) , tricyclic derivatives ( @DRUG$ ) , phenylpropanolamine derivatives ( ephedrin , phenylpropanolamine ) phenylpropanolamine oxytrifluorphenyl derivative ( fluoxetine ) , a naftilamine derivative ( sertraline ) and lipstatine derivative ( orlistat .	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and / or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (@DRUG$, dexf	1
0	In patients receiving 175 @DRUG$/@DRUG$(2) paclitaxel, the incidence of severe toxicity increased with escalation of the STA-4783 dose above 263 mg/m(2), and 438 mg/m(2) was the maximum tolerated dose.	In patient role receiving 175 @DRUG$ / @DRUG$ ( deuce ) paclitaxel , the incidence of severe toxicity increased with escalation of the STA - 4783 superman above 263 mg / m ( deuce ) , and 438 mg / m ( deuce ) was the uttermost tolerated superman .	In patients receiving 175 @DRUG$ / @DRUG$ ( 2 ) paclitaxel mg the incidence and severe toxicity increased with escalation , the STA - 4783 dose above tolerated of / m ( 2 ) , of 438 mg / m ( 2 ) was the maximum 263 dose .	In patients receiving 175 @DRUG$ / @DRUG$ ( 2 paclitaxel , the incidence of severe toxicity increased with escalation of STA - 4783 dose above 263 mg ( 2 ) , and 438 mg / m ( 2 was maximum dose .	The incidence of severe toxicity increased with escalation of the STA-4783 dose above 263 mg/m2, and 438 mg/m2 was the maximum tolerated dose.	1
0	Synthesis of @DRUG$ from @DRUG$ in retina neurons protects photoreceptors from oxidative stress.	Synthesis of @DRUG$ from @DRUG$ in retina neurons protects photoreceptors from oxidative strain .	Synthesis stress @DRUG$ from @DRUG$ in retina neurons protects photoreceptors from oxidative of .	Synthesis of @DRUG$ from @DRUG$ in retina neurons protects photoreceptors from oxidative stress .	@DRUG$ is synthesized from @DRUG$ in retina neurons, and this synthesis protects photoreceptors from oxidative stress.	0
0	Relative to FTC + TDF, FTC GMR, and 90% CI were 127 (115 to 140) for AUCtau, 121 (107 to 137) for Cmax, and 126 (118 to 136) for Ctau; tenofovir (TFV) GMR and 90% CI were 118 (114 to 122), 130 (122 to 138), and 124 (119 to 129) for AUCtau, Cmax, and Ctau, respectively, with @DRUG$/COBI 150 @DRUG$/FTC/TDF.	congenator to ftc + TDF , ftc GMR , and xc % hundred and one were 127 ( cxv to  ) for AUCtau , 121 ( 107 to 137 ) for Cmax , and 126 ( 118 to 136 ) for Ctau ; tenofovir ( TFV ) GMR and xc % hundred and one were 118 ( 114 to 122 ) ,  ( 122 to 138 ) , and 124 ( 119 to 129 ) for AUCtau , Cmax , and Ctau , severally , with @DRUG$ / COBI  @DRUG$ / ftc / TDF .	Relative to FTC + TDF , FTC GMR , and 90 % CI were ) ( 115 to 140 for ) AUCtau , 121 ( 107 to 137 ) ) Cmax , 136 126 ( 118 to Ctau 127 for and to tenofovir for TFV ) GMR Ctau 90 % CI were 118 ( 114 to 122 for , 130 , 122 ; 138 ) , and 124 ( 119 to 129 ) ( AUCtau , Cmax ( and and , respectively , with @DRUG$ / COBI 150 @DRUG$ / FTC / TDF .	Relative to + TDF , FTC GMR , and % CI were ( 115 to 140 ) for , 121 ( 107 to 137 ) for Cmax , 126 ( 118 to ) Ctau ; tenofovir ( TFV ) GMR and 90 % CI were 118 ( 114 ) , 130 122 to 138 ) ( 119 to ) for AUCtau , Cmax , and Ctau , , with @DRUG$ / COBI 150 @DRUG$ / FTC / TDF .	For AUCtau, Cmax, and Ctau, @DRUG$ was approximately 150% as potent as @DRUG$.	0
0	Compared with the effects of placebo, @DRUG$ significantly decreased the incidence of vomiting but not signs of nausea in dogs administered @DRUG$.	Compared with the effects of placebo , @DRUG$ importantly decreased the incidence of vomiting but not signs of sickness in dogs administered @DRUG$ .	the with Compared effects of placebo , @DRUG$ but decreased the incidence of vomiting significantly not signs of nausea in dogs administered @DRUG$ .	Compared with the effects of placebo , @DRUG$ significantly decreased the incidence of vomiting but signs of nausea in dogs administered @DRUG$ .	@DRUG$ significantly decreases the incidence of vomiting but not signs of nausea in dogs administered @DRUG$.	0
0	The @DRUG$ was the case with the reversible noncompetitive NMDA receptor antagonists @DRUG$, dextrorphan, amitriptyline and desipramine.	The @DRUG$ was the case with the two sided noncompetitive NMDA receptor antagonists @DRUG$ , dextrorphan , elavil and desipramine .	and @DRUG$ was , case with the reversible noncompetitive NMDA receptor antagonists @DRUG$ , dextrorphan the amitriptyline The desipramine .	The @DRUG$ was the case with the reversible noncompetitive NMDA receptor antagonists @DRUG$ , dextrorphan , amitriptyline desipramine .	The @DRUG$ was the case with the reversible noncompetitive NMDA receptor antagonists @DRUG$, dextrorphan, amitriptyline and desipramine.	0
0	@DRUG$ (Requip((R)), GlaxoSmithKline) is a @DRUG$ agonist that was the first medication approved by the US Food and Drug Administration (FDA) for the treatment of moderate-to-severe primary RLS.	@DRUG$ ( Requip ( ( universal gas constant ) ) , GlaxoSmithKline ) is a @DRUG$ agonist that was the first medication ok by the US Food and Drug Administration ( FDA ) for the treatment of chasten - to- grievous primary RLS .	@DRUG$ ( Requip ( ( R ) ) , - ) is a @DRUG$ agonist severe was the first medication approved by the US Food FDA Drug Administration ( and ) for the treatment of moderate GlaxoSmithKline to- that primary RLS .	@DRUG$ ( Requip ( ( R ) ) , GlaxoSmithKline is @DRUG$ agonist that first medication by US Food and Administration ( FDA for the treatment of moderate - to- severe primary RLS .	@DRUG$ is a medication that interacts with @DRUG$ to produce a therapeutic effect.	0
1	NSAID-triptan combinations, @DRUG$, non-opioid combination analgesics (acetaminophen, ASA, and caffeine), and several anti-emetics (metoclopramide, @DRUG$, and prochlorperazine) are additional evidence-based options.	NSAID -triptan combinations , @DRUG$ , non-opioid combination analgesics ( acetaminophen , ASA , and caffeine ) , and various anti-emetics ( metoclopramide , @DRUG$ , and prochlorperazine ) are extra tell - based options .	, -triptan combinations , @DRUG$ , non-opioid combination additional ( acetaminophen NSAID ) , and caffeine ASA , and several anti-emetics ( metoclopramide , @DRUG$ , and prochlorperazine ) are analgesics evidence - based options .	NSAID -triptan combinations , @DRUG$ , combination analgesics , ASA , and caffeine ) , and several anti-emetics ( metoclopramide , @DRUG$ , and prochlorperazine ) are additional evidence - based options .	NSAID -triptan combinations , @DRUG$ , non-opioid combination analgesics ( acetaminophen , ASA , and caffeine ) , and several anti-emetics ( metoclopramide , @DRUG$ , and prochlorperazine ) are additional evidence - based options	0
0	The few studies showed an antimicrobic effectiveness of beeswax against overall Staphylococcus aureus, Salmonella enterica, Candida albicans and Aspergillus niger; these inhibitory effects are enhanced synergistically with other natural products such @DRUG$ honey or @DRUG$ oil.	The few contemplate showed an antimicrobic effectiveness of beeswax against overall Staphylococcus aureus , Salmonella enterica , candida albicans and genus aspergillus niger ; these inhibitory effects are heighten synergistically with other natural products such @DRUG$ honey or @DRUG$ oil .	The ; other showed an antimicrobic effectiveness of beeswax against overall Staphylococcus aureus few Salmonella enterica , Candida albicans and Aspergillus niger , these inhibitory effects natural enhanced synergistically with studies are products such @DRUG$ honey or @DRUG$ oil .	The studies an antimicrobic effectiveness of beeswax against Staphylococcus aureus , Salmonella enterica , Candida and Aspergillus niger ; these inhibitory effects enhanced synergistically with other natural products @DRUG$ honey or @DRUG$ oil .	The few studies showed that beeswax is effective against Staphylococcus aureus, Salmonella enterica, Candida albicans, and Aspergillus niger. These inhibitory effects are enhanced synergistically with other natural products such as honey or oil.	1
0	An automated system using on-line solid-phase extraction (SPE) high-performance liquid chromatography (HPLC) with ultraviolet (UV) detection was developed for the determination of tetracyclines (TCs), such as @DRUG$ (TC), oxytetracycline (OTC), chlortetracycline (CTC), metacycline (MC), and doxycycline (DC) in @DRUG$.	an automated arrangement using on - line solid- phase angle extraction ( SPE ) high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was highly developed for the determination of tetracyclines ( TCs ) , such as @DRUG$ ( trusteeship council ) , hydroxytetracycline ( OTC ) , chlortetracycline ( CTC ) , metacycline ( MC ) , and doxycycline ( DC ) in @DRUG$ .	An automated system the on - line solid- phase tetracyclines ( SPE ) high - performance liquid chromatography ( HPLC ) with TC ( UV ) detection was developed for using determination of extraction ( TCs ) , ( as @DRUG$ ( ultraviolet ) , oxytetracycline ( OTC ) , chlortetracycline such CTC ) , metacycline ( MC ) , and doxycycline ( DC ) in @DRUG$ .	system on line solid- phase extraction ( ) - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was developed for the of tetracyclines ( TCs ) , such as @DRUG$ ( TC , oxytetracycline ( OTC ) chlortetracycline ( CTC ) , metacycline ( MC ) , and doxycycline ( DC ) in @DRUG$ .	An automated system using on - line solid- phase extraction ( SPE ) high - performance liquid chromatography ( HPLC ) with ultraviolet ( UV ) detection was developed for the determination of tetracyclines ( TCs ) , such as @DRUG$ ( TC ) , oxytetracy	1
0	IMMOBILIZATION OF CAPTIVE NUBIAN IBEX (CAPRA NUBIANA) WITH BUTORPHANOL-MIDAZOLAM-MEDETOMIDINE OR BUTORPHANOL-@DRUG$-MEDETOMIDINE AND @DRUG$ REVERSAL.	immobilisation OF CAPTIVE NUBIAN IBEX ( CAPRA NUBIANA ) WITH BUTORPHANOL-MIDAZOLAM -MEDETOMIDINE OR BUTORPHANOL-@DRUG$ -MEDETOMIDINE AND @DRUG$ REVERSAL .	BUTORPHANOL-@DRUG$ OF CAPTIVE NUBIAN IBEX ( CAPRA NUBIANA ) WITH BUTORPHANOL-MIDAZOLAM -MEDETOMIDINE OR IMMOBILIZATION -MEDETOMIDINE AND @DRUG$ REVERSAL .	IMMOBILIZATION OF CAPTIVE NUBIAN IBEX ( CAPRA NUBIANA WITH BUTORPHANOL-MIDAZOLAM -MEDETOMIDINE OR BUTORPHANOL-@DRUG$ -MEDETOMIDINE AND @DRUG$ REVERSAL	The immobilization of captive Nubian ibex with butorphanol-midazolam -medetomidine or butorphanol-druga -medetomidine and drugb reversal.	1
1	Data have shown that the hypnotic efficacy of @DRUG$ is generally comparable to that of the benzodiazepines flunitrazepam, flurazepam, nitrazepam, temazepam and @DRUG$ as well as nonbenzodiazepine hypnotic agents such as zopiclone and trazodone in the treatment of elderly and adult patients with insomnia.	Data have shown that the hypnotic efficacy of @DRUG$ is in the main comparable to that of the benzodiazepines flunitrazepam , flurazepam , nitrazepam , temazepam and @DRUG$ as well as nonbenzodiazepine hypnotic factor such as zopiclone and trazodone in the treatment of older and big patients with insomnia .	Data have shown that the hypnotic efficacy of @DRUG$ zopiclone generally comparable to that of the benzodiazepines flunitrazepam , flurazepam and , nitrazepam of and @DRUG$ as well as nonbenzodiazepine hypnotic agents such as is , trazodone in the treatment temazepam elderly and adult patients with insomnia .	have shown that the hypnotic efficacy of @DRUG$ is generally comparable to that of the benzodiazepines flunitrazepam flurazepam , nitrazepam , temazepam and @DRUG$ as well as nonbenzodiazepine hypnotic agents such as zopiclone and trazodone in the treatment of elderly and adult patients with insomnia .	Data have shown that the hypnotic efficacy of @DRUG$ is generally comparable to that of the benzodiazepines flunitrazepam, flurazepam, nitrazepam, temazepam and @DRUG$ as well as nonbenzodiazepine hypnotic agents	0
0	Tamoxifen (TAM), used @DRUG$ the endocrine therapy of choice for breast cancer, undergoes metabolism primarily forming N-desmethyltamoxifen, @DRUG$, alpha-hydroxytamoxifen, and tamoxifen-N-oxide (TNO).	Tamoxifen ( TAM ) , used @DRUG$ the endocrine therapy of selection for titty cancer , undergoes metabolism in the main forming N-desmethyltamoxifen , @DRUG$ , alpha-hydroxytamoxifen , and tamoxifen-N-oxide ( TNO ) .	Tamoxifen ( cancer ) , used @DRUG$ the endocrine therapy of choice for breast TAM , undergoes and primarily forming N-desmethyltamoxifen , @DRUG$ , alpha-hydroxytamoxifen , tamoxifen-N-oxide metabolism ( TNO ) .	Tamoxifen ( TAM ) , used @DRUG$ endocrine therapy of choice for breast cancer , undergoes metabolism primarily forming N-desmethyltamoxifen , @DRUG$ , alpha-hydroxytamoxifen , and tamoxifen-N-oxide ( TNO .	Tamoxifen ( TAM ), used @DRUG$ the endocrine therapy of choice for breast cancer, undergoes metabolism primarily forming N-desmethyltamoxifen, @DRUG$, alpha-hydroxytamoxifen, and tamoxifen-N-oxide	0
1	CONCLUSION: @DRUG$ 3500 IU showed more anti-Xa activity and higher anti-Xa: anti-IIa relationship than @DRUG$ 4000 IU in healthy volunteers.	close : @DRUG$ 3500 IU showed more anti-Xa activity and high anti-Xa : anti-IIa relationship than @DRUG$ 4000 IU in healthy volunteers .	CONCLUSION anti-Xa @DRUG$ 3500 IU showed more : activity and higher anti-Xa : anti-IIa relationship than @DRUG$ 4000 IU in volunteers healthy .	CONCLUSION : @DRUG$ 3500 IU showed more anti-Xa activity and higher anti-Xa : anti-IIa relationship than @DRUG$ 4000 IU in healthy volunteers	@DRUG$ showed more anti-Xa activity and a higher anti-Xa : anti-IIa relationship than @DRUG$.	0
0	We performed simulations with a pharmacokinetic/pharmacodynamic model using T helper cell counts and endogenous cortisol @DRUG$ biomarkers for the effects of @DRUG$.	We execute simulations with a pharmacokinetic / pharmacodynamic model using T helper cell counts and endogenous cortef @DRUG$ biomarkers for the effects of @DRUG$ .	We performed simulations endogenous a pharmacokinetic / pharmacodynamic model using T helper with counts and cell cortisol @DRUG$ biomarkers for the effects of @DRUG$ .	We performed simulations a pharmacokinetic / pharmacodynamic model using T helper cell counts and endogenous cortisol @DRUG$ biomarkers for the effects of @DRUG$ .	We used a computer model to simulate how the levels of T cells and cortisol changed when people took @DRUG$ .	1
0	Second, in patients with combined hypertension and angina pectoris, fixed doses of labetalol (200 mg twice daily) gave the same blood pressure values, effort tolerance, and nitrate usage @DRUG$ did @DRUG$ 100 mg once daily in a double-blind, double-dummy, crossover study.	endorse , in affected role with combined hypertension and angina pectoris pectoris , fixed doses of labetalol ( 200 mg twice day after day ) gave the same blood coerce values , effort tolerance , and nitrate usage @DRUG$ did @DRUG$ 100 mg once day after day in a double - blind , double - dummy , crossover study .	Second , in patients doses combined mg and angina pectoris a fixed with of pressure ( 200 hypertension twice daily ) gave the same blood labetalol values , effort tolerance nitrate and , usage @DRUG$ did @DRUG$ 100 mg once daily in , double - blind , double - dummy , crossover study .	Second , in patients with hypertension and angina pectoris doses of labetalol ( 200 mg twice daily ) gave the same blood pressure values , effort tolerance , and nitrate usage @DRUG$ did @DRUG$ 100 mg once daily in a double - blind , double - , crossover study .	Second, in patients with combined hypertension and angina pectoris, fixed doses of labetalol (200 mg twice daily) gave the same blood pressure values, effort tolerance, and nitrate usage @DRUG$ did @DRUG$ 100 mg once daily in a double-blind, double-	0
0	The combination of SR49059 and each drug progressively blocked: (1) rewarding behavior @DRUG$ measured by @DRUG$ in terms of time spent in drug-paired compartment; (2) prosocial effects measured on the basis of the time spent in the proximity of a nacre fish picture; and (3) anxiolytic effects in terms of the time spent in the upper half of the novel tank and in the white compartment of the tank used for the light-dark test.	The combination of SR49059 and each dose progressively blocked : ( single ) rewarding behavior @DRUG$ measured by @DRUG$ in terms of time spent in drug-paired compartment ; ( 2 ) prosocial effects measured on the fundament of the time spent in the proximity of a mother of pearl pisces characterization ; and ( 3 ) minor tranquilizer effects in terms of the time spent in the upper half of the novel tank and in the white compartment of the tank use for the light - dark test .	The combination of SR49059 and each on progressively blocked : ( 1 ) rewarding behavior @DRUG$ measured by @DRUG$ in terms of time spent in drug-paired compartment ; ( ; ) prosocial effects 3 drug the basis of the novel spent in the proximity of a nacre fish picture 2 and ( measured ) anxiolytic the in terms of the time spent in the upper half of effects - tank and in the white compartment of the tank used for the light time dark test .	The combination of SR49059 and each drug progressively blocked : ( 1 ) rewarding behavior @DRUG$ measured by @DRUG$ in terms of time spent in drug-paired compartment ; ( 2 ) effects measured on basis of the time spent in the proximity of a picture ; and ) anxiolytic effects in terms of the time spent in the upper of the novel tank the white compartment of the tank used for the light - dark test .	The combination of SR49059 and each drug progressively blocked the rewarding behavior of @DRUG$, measured by @DRUG$ in terms of time spent in the drug-paired compartment; the prosocial effects of DRUGA, measured on the basis of the time spent in the proximity of a n	0
0	METHODS: Dogs were randomly assigned to one of two groups: Group M received @DRUG$ (1.0 mg kg(-1) ) and Group S received 0.9% saline (0.1 mL kg(-1) ) intravenously 45-60 minutes before premedication with hydromorphone (0.1 mg kg(-1) ) and @DRUG$ (0.03 mg kg(-1) ) intramuscularly.	method acting : Dogs were randomly ascribe to one of two mathematical group : Group M received @DRUG$ ( 1.0 atomic number  kg ( - 1 ) ) and Group S received 0.9 % saline ( 0.1 mL kg ( - 1 ) ) intravenously  - threescore moment before premedication with hydromorphone ( 0.1 atomic number  kg ( - 1 ) ) and @DRUG$ ( 0.03 atomic number  kg ( - 1 ) ) intramuscularly .	- : mg were randomly S to one of two groups : Group before received @DRUG$ ( 1 mg kg 0.03 - 1 ) ) and Group assigned received 0.9 % saline ( 0.1 mL kg ( - 1 M ) intravenously 45 - 60 minutes ) premedication with hydromorphone ( 0.1 mg kg ( - 1 ) ) and @DRUG$ ( ( Dogs kg ( METHODS 1.0 ) ) intramuscularly .	METHODS : Dogs were randomly assigned to one of two groups : Group M received @DRUG$ ( 1.0 mg kg ( - 1 ) ) and Group S received 0.9 % ( 0.1 mL kg ( - 1 ) ) intravenously - 60 minutes before premedication with hydromorphone ( 0.1 mg kg ( - 1 ) ) and @DRUG$ 0.03 mg kg ( 1 ) ) intramuscularly .	Group M received @DRUG$ ( 1.0 mg kg ( - 1 ) ) and Group S received 0.9 % saline ( 0.1 mL kg ( - 1 ) ) intravenously 45 - 60 minutes before premedication with hydromorphone ( 0.1 mg kg ( -	1
0	@DRUG$, methanol-water (1:1), and methanol-@DRUG$ (1:1) were tested as extraction media.	@DRUG$ , methanol-water ( 1:1 ) , and wood alcohol - @DRUG$ ( 1:1 ) were tested as extraction spiritualist .	@DRUG$ , methanol-water ( 1:1 ) , and methanol - @DRUG$ 1:1 ( ) were tested as extraction media .	@DRUG$ , ( 1:1 ) and methanol - @DRUG$ ( were tested as extraction media .	@DRUG$ and @DRUG$ were both tested as extraction media.	0
0	Selective adenosine receptor agonists have several advantages for use as stress agents in conjunction with myocardial perfusion imaging compared to the non selective agents such @DRUG$ adenosine and @DRUG$.	selective adenosine sense organ agonists have several advantages for use as stress agents in junction with myocardial perfusion imaging compared to the non selective agents such @DRUG$ adenosine and @DRUG$ .	Selective adenosine receptor stress have as advantages for use several agonists agents in conjunction with selective perfusion imaging compared to the non myocardial agents such @DRUG$ adenosine and @DRUG$ .	adenosine receptor agonists have advantages for use stress agents conjunction with myocardial perfusion imaging compared to the non selective such @DRUG$ adenosine and @DRUG$ .	Selective adenosine receptor agonists (such as @DRUG$) have several advantages over the non selective agents (such as @DRUG$) for use as stress agents in conjunction with myocardial perfusion imaging.	0
0	Results from a small number of short term (4 to 6 weeks) comparative studies in a total of 320 evaluable elderly patients with major depression, suggest that trazodone at therapeutic doses is superior to placebo and as effective @DRUG$ amitriptyline, imipramine, fluoxetine and @DRUG$ in relieving depressive symptoms.	Results from a low number of short term ( 4 to 6 weeks ) relative studies in a total of 320 evaluable elderly patient role with major depression , suggest that trazodone at therapeutic doses is superior to placebo and as effective @DRUG$ amitriptyline , imipramine , sarafem and @DRUG$ in relieving depressive symptom .	Results from a small number of short term ( placebo to 6 weeks ) comparative studies in a total imipramine 320 evaluable elderly doses with major depression , suggest trazodone relieving at therapeutic patients is superior to 4 and as effective @DRUG$ amitriptyline , of , fluoxetine and @DRUG$ in that depressive symptoms .	Results from a number short term ( 4 6 weeks comparative studies in a total of 320 evaluable patients with major depression , suggest that trazodone at therapeutic doses is superior to placebo and as effective @DRUG$ amitriptyline , imipramine , fluoxetine and @DRUG$ in relieving depressive symptoms .	Trazodone is superior to placebo and as effective as amitriptyline, imipramine, fluoxetine in relieving depressive symptoms.	1
0	This study aimed to characterise the pharmacokinetics of @DRUG$, a pan-human epidermal growth factor receptor @DRUG$ kinase inhibitor, and its metabolite, PF-05199265, in healthy Chinese subjects.	This study aimed to qualify the pharmacokinetics of @DRUG$ , a pan-human cuticular growth factor receptor @DRUG$ kinase inhibitor , and its metabolite , PF -05199265 , in healthy Chinese subject field .	This study to aimed characterise the pharmacokinetics of @DRUG$ growth a pan-human epidermal in factor receptor @DRUG$ kinase inhibitor , and its metabolite , PF -05199265 , , healthy Chinese subjects .	This study aimed to characterise the pharmacokinetics of @DRUG$ , a pan-human epidermal growth factor receptor @DRUG$ kinase inhibitor , and its metabolite , PF -05199265 , in healthy Chinese subjects .	The study aimed to determine how @DRUG$ and its metabolite, PF-05199265, are absorbed, distributed, metabolized, and eliminated in healthy Chinese subjects.	1
0	On-column APPI LODs (at S/N = 3) were 83, 16, 17, 95, and 7 pg for enantiomer #1, and 104, 23, 19, 122, and 17 @DRUG$ for enantiomer #2 for benzoin, naringenin, mianserin, mephenesin, and @DRUG$, respectively, on a Waters ZQ.	On-column APPI LODs ( at S/N = 3 ) were lxxxiii , 16 , seventeen , ninety five , and 7 pg for enantiomer # 1 , and 104 , twenty three ,  , 122 , and seventeen @DRUG$ for enantiomer # 2 for benzoin , naringenin , mianserin , mephenesin , and @DRUG$ , severally , on a Waters ZQ .	On-column APPI # ( 122 S/N = 3 , were 83 LODs 23 , 17 , 95 , and 7 pg for enantiomer , 1 , and 104 , 16 ) respectively , at , and 17 @DRUG$ for enantiomer # 2 for benzoin , naringenin , mianserin , mephenesin , and @DRUG$ , 19 , on a Waters ZQ .	On-column APPI LODs ( S/N = 3 were 83 , 16 17 , 95 , and 7 pg for # 1 and 104 , 23 , 19 , 122 , and 17 @DRUG$ for enantiomer # 2 for benzoin naringenin , , mephenesin , and @DRUG$ , respectively , on Waters .	For every 83 pg of @DRUG$, there is also 16 pg of @DRUG$.""For every 104 pg of DRUGA, there is also 23 pg of DRUGB.""For every 122 pg of DRUGA, there is also 19 pg of DR	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, @DRUG$, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and @DRUG$ of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic fertilizer solvents ( polyethylene glycol ccc , polyethylene glycol cd , ethanol , propylene glycol , glycerin , N-methyl -  - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor EL , Cremophor hypothalamic releasing factor 40 , Cremophor hypothalamic releasing factor threescore , d-alpha-tocopherol polyethylene glycol k succinate , polysorbate xx , polysorbate fourscore , Solutol hydrogen 15 , sorbitan monooleate , @DRUG$ , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid ester of PEG ccc , cd , or 1750 ) , water - indissoluble lipids ( castor oil , indian corn oil , cottonseed oil , olea europaea oil , peanut oil , eucalyptus amygdalina oil , safflower oil , benni oil , soybean oil , hydrogenated vegetable fossil oil , hydrogenated soybean oil , and @DRUG$ of coconut oil and palm seed oil ) , organic fertilizer liquid state / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- concatenation mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of ) available oral and injectable solution formulations reveals that the solubilizing excipients acid oil - soluble oil solvents ( oil glycol 300 , - glycol 400 , ethanol , propylene oil , glycerin , N-methyl - 2 - , , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 / d-alpha-tocopherol polyethylene glycol 1000 , , polysorbate 20 , polysorbate , , Solutol HS 15 , sorbitan monooleate , @DRUG$ 80 Labrafil M-1944CS , 400 M-2125CS , Labrasol , hydrogenated 44/14 , Softigen 767 , mono- and and , acid esters of PEG 300 , Labrafil , or 1750 ) , water - insoluble lipids ( castor oil , corn glycol di-fatty liquids oil , olive oil , peanut , , peppermint oil , safflower various , sesame water , soybean oil , Gellucire vegetable oils pyrrolidone hydrogenated soybean oil , and @DRUG$ succinate coconut oil and palm seed oil commercially organic beta-cyclodextrin cottonseed , semi-solids ( beeswax , d-alpha-tocopherol of oleic include , medium- chain mono- and diglycerides ) , polyethylene cyclodextrins ( alpha-cyclodextrin , organic , hydroxypropyl- beta-cyclodextrin , and sulfobutylether polyethylene beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents polyethylene glycol 300 , polyethylene glycol 400 , , propylene , , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , @DRUG$ , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( castor oil , corn , cottonseed oil , olive oil , peanut , peppermint oil , safflower oil sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean , and @DRUG$ coconut oil and palm seed oil ) , organic liquids semi-solids ( beeswax , d-alpha-tocopherol acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and - beta-cyclodextrin ) , and phospholipids soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Over the past 60 years, @DRUG$ has been successfully utilized in ophthalmic surgery and is now being implemented in dermatosurgery @DRUG$ well as in other surgical disciplines.	Over the past 60 years , @DRUG$ has been successfully utilized in ophthalmic operating theater and is now being implemented in dermatosurgery @DRUG$ well as in other operative disciplines .	is years past 60 the , @DRUG$ has been successfully utilized in ophthalmic surgery and Over now being implemented in dermatosurgery @DRUG$ well as in other surgical disciplines .	Over the past years , @DRUG$ has been successfully utilized in ophthalmic surgery and is now being implemented in dermatosurgery @DRUG$ well as in other disciplines .	@DRUG$ has been used successfully in ophthalmic surgery for many years, and is now being used in dermatosurgery and other surgical disciplines.	1
0	A control tripeptide, @DRUG$-glutamyl-L-histidyl-@DRUG$, had no significant effect.	vitamin a control tripeptide , @DRUG$ - glutamyl-L-histidyl -@DRUG$ , had no significant effect .	A control tripeptide effect @DRUG$ - glutamyl-L-histidyl -@DRUG$ , had no significant , .	A , @DRUG$ - -@DRUG$ , had no significant effect .	A control tripeptide, @DRUG$ - glutamyl-L-histidyl -@DRUG$, had no significant effect.	0
0	The main pharmacokinetic properties with the test and reference formulations were as follows: C(max), 417.4 (107.6) and 414.8 (95.1) ng/mL, respectively (P = NS); median (range) T(max), 0.63 (0.25-1.0) and 0.75 (0.5-1.5) hours (P = 0.035); AUC(0-t), 2033.6 (564.9) and 1992.0 (483.3) @DRUG$/mL/h (@DRUG$ = NS); AUC(0-infinity), 2285.4 (597.7) and 2215.2 (604.0) ng/mL/h (P = NS); and t(1/2), 6.9 (4.2) and 6.1 (5.2) hours (P = NS).	The primary pharmacokinetic prop with the quiz and reference expression were as come : C( max ) , 417.4 ( 107.6 ) and 414.8 ( 95.1 ) ng / millilitre , severally ( phosphorus = n ) ; median value ( mountain range ) T( max ) , 0.63 ( 0.25 - 1.0 ) and 0.75 ( 0.5 - 1.5 ) hours ( phosphorus = 0.035 ) ; united self defense force of colombia ( 0-t ) , 2033.6 ( 564.9 ) and 1992.0 ( 483.3 ) @DRUG$ / mL/h ( @DRUG$ = n ) ; united self defense force of colombia ( 0 - eternity ) , 2285.4 ( 597.7 ) and 2215.2 ( 604.0 ) ng / mL/h ( phosphorus = n ) ; and t ( 1/2 ) , 6.9 ( 4.2 ) and 6.1 ( 5.2 ) hours ( phosphorus = n ) .	max main pharmacokinetic properties with the ( and reference formulations were as follows : C( max ) , 417.4 ) ; ) and 414.8 ( 95.1 6.1 ng / mL , ; ( t = NS ) ; median ( ) ) ( The ) , 0.63 ( 0.25 - 1.0 ) and 0.75 ( 0.5 - 1.5 ) hours ( P ) 0.035 ( respectively AUC ( 0-t ) , 2033.6 ( 564.9 = and 1992.0 ) 483.3 ) @DRUG$ / mL/h ( @DRUG$ = NS range ; AUC ( 0 - infinity ) ) 2285.4 ( 597.7 ) and 2215.2 ( 604.0 ) ng / mL/h T( P 107.6 NS ) = and P ( 1/2 ( , 6.9 ( 4.2 ) and , test 5.2 ) hours ( P = NS ) .	The pharmacokinetic properties with the test and reference formulations were as follows : C( max ) , 417.4 107.6 ) and 414.8 ( 95.1 ng / , respectively ( P = NS ) median range ) T( max , 0.63 ( 0.25 - 1.0 ) and 0.75 ( 0.5 - 1.5 ) hours ( = 0.035 ) ; AUC ( 0-t ) , 2033.6 ( 564.9 ) and 1992.0 ( ) @DRUG$ / mL/h ( @DRUG$ = NS ) AUC ( 0 - infinity ) , 2285.4 ( 597.7 ) and 2215.2 ( ) ng / mL/h ( P = NS ) ; and t 1/2 ) , 6.9 ( 4.2 ) and 5.2 ) hours ( = NS ) .	The main pharmacokinetic properties with the test and reference formulations were as follows : C( max ) , 417.4 ( 107.6 ) and 414.8 ( 95.1 ) ng / mL, respectively ( P = NS ) ; median ( range ) T( max ) , 0.	1
0	OBJECTIVE: To compare the pharmacokinetics of @DRUG$ and procaine in racehorses following i.@DRUG$. administration of penicillin G procaine (PGP) with pharmacokinetics following i.m. administration of penicillin G potassium and procaine hydrochloride (PH).	OBJECTIVE : To equate the pharmacokinetics of @DRUG$ and ethocaine in racehorses adopt i.@DRUG$ . administration of penicillin G ethocaine ( PGP ) with pharmacokinetics adopt i.m. administration of penicillin G potassium and ethocaine hydrochloride ( PH ) .	penicillin : To compare the of of @DRUG$ and procaine in racehorses following i.@DRUG$ . administration of OBJECTIVE procaine procaine ( PGP ) with pharmacokinetics following i.m. administration pharmacokinetics penicillin G potassium and G hydrochloride ( PH ) .	OBJECTIVE : To compare the pharmacokinetics of @DRUG$ and procaine in racehorses following i.@DRUG$ . administration of penicillin G procaine ( ) with following i.m. administration of penicillin G potassium and procaine hydrochloride ( PH ) .	The pharmacokinetics of @DRUG$ are compared to those of procaine following administration of penicillin G procaine ( PGP ) with pharmacokinetics following administration of penicillin G potassium and procaine hydrochloride ( PH ) .	1
0	It is included in creams @DRUG$ a stabilizer and in @DRUG$ as the counter ion of theophylline.	It is included in creams @DRUG$ a stabilizer and in @DRUG$ as the counter ion of elixophyllin .	It is included in creams @DRUG$ a stabilizer and in @DRUG$ as ion counter the of theophylline .	It is included in creams @DRUG$ a stabilizer and in @DRUG$ as counter ion of	@DRUG$ is a stabilizer in @DRUG$, and DRUGB is the counter ion of theophylline.	0
0	For more sensitive bacterial organisms, 15 @DRUG$/kg @DRUG$.o. may also be effective.	For more sensitive bacterial being , 15 @DRUG$ / kg @DRUG$ .o. may also be effective .	For more .o. bacterial organisms , 15 @DRUG$ / kg @DRUG$ sensitive may also be effective .	For more sensitive bacterial , 15 @DRUG$ / kg @DRUG$ .o. may also be effective .	For more sensitive bacterial organisms, 15 @DRUG$ / kg @DRUG$ .o. may also be effective.	0
1	@DRUG$ was the first anti-PD-1 antibody to be approved by the US Food and Drug Administration for the treatment of patients with unresectable or metastatic melanoma with disease progression following @DRUG$, and if BRAF (V600) mutation positive, a BRAF inhibitor.	@DRUG$ was the first anti-PD - 1 antibody to be approved by the usa food for thought and Drug government for the treatment of patients with unresectable or metastatic melanoma with disease progression following @DRUG$ , and if BRAF ( V600 ) genetic mutation positive , a BRAF inhibitor .	@DRUG$ patients the first anti-PD - 1 antibody positive be approved and the US Food by Drug Administration for the treatment of was with unresectable or with melanoma metastatic disease progression following @DRUG$ , and if BRAF ( V600 ) mutation to , a BRAF inhibitor .	@DRUG$ was the first anti-PD - 1 antibody to be approved by the US Food and Drug Administration for the treatment of patients with unresectable or metastatic melanoma disease progression following @DRUG$ , and if BRAF ( ) mutation positive , a inhibitor .	@DRUG$ is a drug that is used to treat patients with melanoma who have progressed following treatment with @DRUG$ . If the patient has a BRAF mutation, then they may also be treated with a BRAF inhibitor.	0
0	Repellents containing DEET (N,N-diethyl-@DRUG$-toluamide, also known @DRUG$ N,N-diethyl-3-methylbenzamide) are the most effective and most widely used.	Repellents contain DEET ( N, N - diethyl - @DRUG$ - toluamide , likewise known @DRUG$ N , N - diethyl - 3 - methylbenzamide ) are the most effective and most wide used .	Repellents containing DEET ( N, N - diethyl - @DRUG$ - toluamide , most known @DRUG$ N , - - diethyl - 3 N methylbenzamide ) are the effective most and also widely used .	Repellents containing ( N, N - diethyl - @DRUG$ - toluamide , also known @DRUG$ N , N - diethyl - 3 - methylbenzamide ) are the most effective and most widely .	Repellents containing DEET are the most effective and most widely used.	1
1	In another randomized, double-blind, prophylaxis trial in premature infants, the rate of survival without bronchopulmonary dysplasia at 28 days of age in @DRUG$ recipients was not inferior to that in recipients of @DRUG$, a porcine-derived surfactant.	In some other randomized , double - blind , prophylaxis test in previous infants , the rate of survival without bronchopulmonary dysplasia at xxviii days of age in @DRUG$ recipients was not inferior to that in recipients of @DRUG$ , a porcine-derived surfactant .	28 In double , randomized - blind , prophylaxis trial in premature infants , without rate of survival the bronchopulmonary dysplasia at another days of age in @DRUG$ recipients was not inferior to that in recipients of @DRUG$ , a porcine-derived surfactant .	In another randomized , double - blind , prophylaxis trial in premature infants , the rate of without bronchopulmonary dysplasia at 28 days of age in @DRUG$ recipients was not inferior to that in recipients of @DRUG$ , a porcine-derived surfactant .	The rate of survival without bronchopulmonary dysplasia at 28 days of age in @DRUG$ recipients was not inferior to that in recipients of @DRUG$.	0
0	Bowel movement (BM) frequency was significantly greater for psyllium (3.5 BM/week) vs. @DRUG$ (2.9 BM/week) in treatment week 2 (P = 0.02), with no significant difference (@DRUG$ > 0.05) between treatment groups in treatment week 1 (3.3 vs. 3.1 BM/week).	gut movement ( fecal matter ) frequency was significantly greater for psyllium ( 3.5 fecal matter / calendar week ) vs. @DRUG$ ( 2.9 fecal matter / calendar week ) in intervention calendar week 2 ( p = 0.02 ) , with no significant difference ( @DRUG$ > 0.05 ) between intervention radical in intervention calendar week 1 ( 3.3 vs. 3.1 fecal matter / calendar week ) .	week movement ( BM Bowel in was significantly greater for psyllium ( 3.5 BM / ) ) vs. @DRUG$ ( 2.9 BM / week ) in treatment week 2 ( P = treatment ) , with no significant difference ( @DRUG$ > 0.05 ) between treatment groups frequency 0.02 / 1 ( 3.3 vs. 3.1 BM week week ) .	Bowel movement BM ) frequency was significantly greater for psyllium ( 3.5 BM week ) @DRUG$ 2.9 BM / week ) in week 2 ( P = 0.02 ) , with no significant difference ( @DRUG$ > 0.05 ) between treatment groups in treatment week 1 ( 3.3 vs. 3.1 BM / week ) .	There was a significant difference in bowel movement frequency between psyllium and @DRUG$ in week 2, with psyllium having a greater frequency. However, there was no significant difference between treatment groups in week 1.	1
0	Coadministration with other HIV-1 PIs continues to be studied.The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$-administer fosamprenavir and fosamprenavir plus ritonavir with many other commonly co-prescribed medications, such @DRUG$ gastric acid suppressants, HMG-CoA reductase inhibitors, antibacterials and antifungal agents.	Coadministration with other hiv -1 PIs continues to be studied . The blanket fosamprenavir and amprenavir clinical do drugs interaction information allow guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus ritonavir with many other commonly co-prescribed medications , such @DRUG$ gastric caustic suppressants , HMG - CoA reductase inhibitors , antibacterials and antifungal agents .	Coadministration with agents HIV -1 PIs . fosamprenavir be studied continues The extensive to and amprenavir clinical drug interaction information provides other commonly how to @DRUG$ - administer fosamprenavir and fosamprenavir plus ritonavir with many other on co-prescribed medications , such @DRUG$ gastric acid suppressants , HMG - CoA reductase inhibitors , antibacterials and antifungal guidance .	Coadministration with other HIV PIs continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus ritonavir with many other commonly co-prescribed medications , such gastric acid suppressants , HMG - CoA reductase inhibitors , antibacterials and antifungal agents .	Coadministration with other HIV -1 PIs continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus ritonav	1
0	To determine which of possible glutathione conjugate transporters (MRP2, MRP4, BCRP or RLIP76) is responsible for the secretion of glutathione conjugates, we used benzbromarone, a MRP inhibitor, and @DRUG$ and @DRUG$, two allosteric MRP2 activators.	To determine which of possible glutathione conjugate solution transporters ( MRP2 , MRP4 , BCRP or RLIP76 ) is responsible for the secretion of glutathione conjugate solution , we used benzbromarone , a MRP inhibitor , and @DRUG$ and @DRUG$ ,  allosteric MRP2 activator .	To determine which is possible glutathione conjugate transporters ( , MRP2 MRP4 , BCRP or of ) RLIP76 responsible for the secretion of glutathione conjugates , we used benzbromarone , a MRP inhibitor , and @DRUG$ and @DRUG$ , two allosteric MRP2 activators .	To determine which of possible glutathione conjugate transporters ( MRP2 , MRP4 , BCRP or RLIP76 ) is responsible for the secretion of glutathione conjugates , we used benzbromarone , a MRP inhibitor , and @DRUG$ and @DRUG$ , two allosteric MRP2 activators .	We used benzbromarone, a MRP inhibitor, and @DRUG$ and @DRUG$, two allosteric MRP2 activators, to determine which of possible glutathione conjugate transporters (MRP2, MRP4, BCRP or RL	0
0	Across dose ranges, rosuvastatin reduced total cholesterol significantly more (@DRUG$ <0.001) than all comparators and triglycerides significantly more (p <0.001) than simvastatin and @DRUG$.	crossways dot ranges , rosuvastatin reduced total cholesterol significantly more ( @DRUG$ < 0.001 ) than all comparators and triglyceride significantly more ( p < 0.001 ) than simvastatin and @DRUG$ .	Across dose ranges , rosuvastatin reduced total cholesterol significantly significantly ( @DRUG$ more 0.001 ) than comparators all and triglycerides more < ( p < 0.001 ) than simvastatin and @DRUG$ .	Across dose ranges , reduced cholesterol significantly more ( @DRUG$ < 0.001 ) than all comparators and triglycerides more ( p < 0.001 ) than simvastatin @DRUG$ .	Rosuvastatin was more effective than all comparators at reducing cholesterol levels, and it was more effective than simvastatin at reducing triglyceride levels.	1
0	On the contrary, medazepam and @DRUG$ showed extremely low affinities and @DRUG$ showed no affinity, although they showed moderate in vivo activity.	On the contrary , medazepam and @DRUG$ showed extremely blue affinities and @DRUG$ showed no affinity , although they showed middle of the roader in vivo activity .	in the contrary , medazepam and @DRUG$ showed extremely low affinities On @DRUG$ showed no affinity , although they showed moderate and vivo activity .	On the contrary , medazepam and @DRUG$ showed extremely low affinities and @DRUG$ showed no affinity , they showed moderate in vivo activity .	Medazepam and @DRUG$ showed extremely low affinities (they didn't bind well), while @DRUG$ showed no affinity (it didn't bind at all), although they showed moderate in vivo activity (they were moderately effective in vivo).	0
1	We have used this procedure to study the pharmacokinetics and metabolism of @DRUG$ in female FVB mice, receiving 2.5, 10, or 33 @DRUG$/kg of docetaxel by i.v. injection.	We have used this subroutine to study the pharmacokinetics and metamorphosis of @DRUG$ in female FVB mice , receiving 2.5 , 10 , or thirty three @DRUG$ / kg of docetaxel by i.v. injection .	, have used this procedure to study the pharmacokinetics and by of @DRUG$ in female FVB mice of receiving 2.5 , 10 , or 33 @DRUG$ / kg We docetaxel metabolism i.v. injection .	We used this procedure to study the pharmacokinetics metabolism of @DRUG$ in FVB mice receiving 2.5 , , 33 @DRUG$ kg of docetaxel by i.v. injection .	We have used this procedure to study the pharmacokinetics and metabolism of @DRUG$ in female FVB mice, receiving 2.5, 10, or 33 @DRUG$/kg of docetaxel by i.v. injection.	0
0	In 110 patients during first week of life mean C0.5h was 10.5 @DRUG$/@DRUG$.	In 110 patients during first week of animation mean C0.5h was 10.5 @DRUG$ / @DRUG$ .	In C0.5h patients during first week of life mean 110 was 10.5 @DRUG$ / @DRUG$ .	In 110 patients during first week of life mean C0.5h was 10.5 @DRUG$ / @DRUG$ .	For every 10.5 units of @DRUG$, there is 1 unit of @DRUG$.	0
0	It has been reported that @DRUG$ triphosphate (IP3) formation and intracellular Ca2+ are involved in the 5-HT- @DRUG$ well as ACh-induced current and that intracellular injection of either 50 pmol IP3 or 50 pmol Ca2+ mimics the 5-HT-induced current.	information technology has been reported that @DRUG$ triphosphate ( IP3 ) formation and intracellular Ca2 + are involved in the cinque - HT - @DRUG$ well as ACh - induced electric current and that intracellular shot of either 50 pmol IP3 or 50 pmol Ca2 + mimic the cinque - HT - induced electric current .	It has been or that @DRUG$ triphosphate ( IP3 ) formation and intracellular current - are involved in the 5 - HT - @DRUG$ well as ACh + pmol current and that intracellular injection of either 50 induced IP3 reported 50 the Ca2 + mimics pmol 5 - HT - induced Ca2 .	has been reported that @DRUG$ triphosphate ( IP3 formation and intracellular Ca2 + involved in the 5 - HT - @DRUG$ well as ACh - induced current and that injection of either pmol IP3 or 50 pmol Ca2 + mimics the 5 - HT - induced current .	It has been reported that @DRUG$ triphosphate ( IP3 ) formation and intracellular Ca2 + are involved in the 5 - HT - @DRUG$ well as ACh - induced current and that intracellular injection of either 50 pmol IP3 or 50 pmol Ca	0
0	Fe absorption was based on the erythrocyte incorporation of stable isotopes ((57)@DRUG$ and (58)Fe) 14 @DRUG$ after the intake of labelled test meals of infant cereal (study 1) or yoghurt drink (study 2).	Fe absorption was free base on the erythrocyte incorporation of stable isotopes ( ( 57 ) @DRUG$ and ( 58 ) Fe ) 14 @DRUG$ after the aspiration of labelled test meals of infant cereal ( study 1 ) or yogurt drink ( study ii ) .	14 absorption ( based on the meals incorporation of stable isotopes ( was 57 ) @DRUG$ and ( 58 ) Fe infant Fe @DRUG$ after the intake of labelled test erythrocyte of ) cereal ( study 1 ) or yoghurt drink ( study 2 ) .	Fe absorption was based on the erythrocyte incorporation of stable isotopes ( 57 ) @DRUG$ and ( 58 ) Fe ) 14 @DRUG$ after the intake of labelled test meals of infant cereal ( study 1 ) or yoghurt drink study 2 .	Fe absorption was based on the erythrocyte incorporation of stable isotopes ( ( 57 ) @DRUG$ and ( 58 ) Fe ) 14 @DRUG$ after the intake of labelled test meals of infant cereal ( study 1 ) or yoghurt drink ( study 2 ) ."In	0
0	Therefore, we investigated the effect of @DRUG$ and D-@DRUG$-Pro-Arg-chloromethylketone (PPACK) on desmoteplase-induced fibrinolysis.	thence , we enquire the effect of @DRUG$ and D-@DRUG$ - Pro-Arg-chloromethylketone ( PPACK ) on desmoteplase - induced fibrinolysis .	desmoteplase , we investigated the effect of @DRUG$ Therefore D-@DRUG$ - Pro-Arg-chloromethylketone ( PPACK ) on and - induced fibrinolysis .	Therefore , we investigated the effect of @DRUG$ and D-@DRUG$ - PPACK ) on - induced fibrinolysis	We looked at how @DRUG$ and D-@DRUG$ (a drug that is similar to DRUGA) affected desmoteplase (a drug that helps break down blood clots) induced fibrinolysis (a process that helps break down blood clots).	0
0	Evaluation of @DRUG$ @DRUG$ a chemosterilant against fruit flies of the genus Anastrepha (Diptera: Tephritidae).	Evaluation of @DRUG$ @DRUG$ a chemosterilant against yield flies of the genus Anastrepha ( Diptera : Tephritidae ) .	Evaluation ( @DRUG$ @DRUG$ a chemosterilant against fruit flies of the genus Anastrepha of Diptera : Tephritidae ) .	Evaluation of @DRUG$ @DRUG$ a chemosterilant against fruit flies of genus ( Diptera : Tephritidae ) .	@DRUG$ is a chemosterilant against fruit flies of the genus Anastrepha.	1
0	A multiclass/multiresidue method has been developed and validated for the determination of 21 veterinary drug residues in shrimp, including sulfonamides (sulfadiazine, sulfamerazine, sulfamethazine, sulfachloropyridazine, sulfadimethoxine, and sulfaquinoxaline); tetracyclines (@DRUG$, tetracycline, and chlortetracycline); (fluoro)quinolones (norfloxacin, ciprofloxacin, @DRUG$, sarafloxacin, difloxacin, flumequine, oxolinic acid, and nalidixic acid); and cationic dyes (malachite green, gentian violet, leucomalachite green, and leucogentian violet), using HPLC/MS/MS.	A multiclass / multiresidue method acting has been modernise and validated for the decision of twenty one veterinary drug residues in shrimp , including sulfonamides ( sulfadiazine , sulfamerazine , sulfamezathine , sulfachloropyridazine , sulfadimethoxine , and sulfaquinoxaline ) ; achromycin ( @DRUG$ , tetracycline , and aureomycin ) ; ( fluoro ) quinolones ( norfloxacin , ciprofloxacin , @DRUG$ , sarafloxacin , difloxacin , flumequine , oxolinic acid , and nalidixic acid ) ; and cationic dyes ( malachite greens , gentian violet , leucomalachite greens , and leucogentian violet ) , using HPLC / one thousand / one thousand .	A multiclass / multiresidue method has HPLC developed and / ( sulfamerazine determination validated 21 veterinary ( residues in shrimp , including sulfonamides ( sulfadiazine , the , sulfamethazine , sulfachloropyridazine using sulfadimethoxine , and sulfaquinoxaline ) ; tetracyclines ( @DRUG$ , tetracycline , and chlortetracycline ) ; drug fluoro ) quinolones for norfloxacin , ciprofloxacin , @DRUG$ , sarafloxacin , difloxacin , flumequine , oxolinic acid , and nalidixic acid ) ; and cationic dyes ( malachite green , gentian violet , , green , and been violet ) leucomalachite , leucogentian of MS / MS .	A multiclass multiresidue method has been developed and validated for the determination of 21 veterinary drug in shrimp , including sulfonamides ( sulfadiazine sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine , and sulfaquinoxaline ) ; tetracyclines ( @DRUG$ , tetracycline , and ) ; ( fluoro ) quinolones ( norfloxacin , ciprofloxacin , @DRUG$ , sarafloxacin , difloxacin , flumequine , oxolinic acid , and nalidixic acid ) ; and cationic dyes ( malachite , gentian violet , leucomalachite green , and leucogentian violet ) , using HPLC / MS / MS	A multiclass / multiresidue method has been developed and validated for the determination of 21 veterinary drug residues in shrimp , including sulfonamides ( sulfadiazine , sulfamerazine , sulfamethazine , sulfachloropyridazine , sulfadimethoxine ,	1
0	The tolerability profile of caspofungin was similar to that of fluconazole and superior to that of amphotericin B deoxycholate and liposomal amphotericin B. Therefore, in the appropriate indications, @DRUG$ is a viable alternative to amphotericin B deoxycholate, @DRUG$ or fluconazole.	The tolerability visibility of caspofungin was alike to that of fluconazole and superior to that of amphotericin B deoxycholate and liposomal amphotericin B . Therefore , in the appropriate indications , @DRUG$ is a feasible alternate to amphotericin B deoxycholate , @DRUG$ or fluconazole .	The tolerability profile of caspofungin superior similar to the of fluconazole B was to that of amphotericin B deoxycholate and liposomal amphotericin and . deoxycholate , in that appropriate indications , @DRUG$ is a viable alternative to amphotericin B Therefore , @DRUG$ or fluconazole .	The tolerability profile of caspofungin was similar to that fluconazole and to that of amphotericin B deoxycholate and liposomal amphotericin B . Therefore , in appropriate indications , is a viable to amphotericin B deoxycholate , @DRUG$ or .	Caspofungin is just as tolerable as fluconazole and better than amphotericin B deoxycholate and liposomal amphotericin B . Therefore, in the appropriate indications, caspofungin can be a viable alternative to amphotericin B deoxych	1
1	The results support dosing @DRUG$ on a once every 2 weeks or once every 3 weeks dosing schedule on a @DRUG$/kg basis.	The results defend dosing @DRUG$ on a once every two weeks or once every 3 weeks dosing schedule on a @DRUG$ / kg basis .	The results support dosing @DRUG$ on a 3 once 2 weeks or every every once weeks dosing schedule on a @DRUG$ / kg basis .	results dosing @DRUG$ on a once every 2 weeks or once every weeks dosing schedule on a @DRUG$ / kg basis .	@DRUG$ should be dosed on a schedule of once every 2 weeks or once every 3 weeks, depending on the weight of the patient.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-@DRUG$, @DRUG$-alpha-dimyristoylphosphatidylglycerol).	A review of commercially uncommitted oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene diol 300 , polyethylene diol 400 , fermentation alcohol , propene diol , glycerine , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene diol 1000 succinate , polysorbate 20 , polysorbate  , Solutol HS  , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of thole 300 , 400 , or 1750 ) , water - indissoluble lipoid ( genus castor oil color , maize oil color , cottonseed oil color , olea europaea oil color , goober pea oil color , peppermint oil color , safflower oil color , sesame oil color , soybean oil color , hydrogenated veggie oil color , hydrogenated soybean oil color , and medium- range triglycerides of coconut oil color and palm seed oil color ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- range mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soja phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha- @DRUG$ , @DRUG$ -alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially and oral and , solution formulations reveals that the glycol excipients include water - soluble solvents Gellucire ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol N-methyl poloxamer glycol , glycerin corn pyrrolidone - 2 , , , liquids injectable available dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene solubilizing 1000 succinate , polysorbate 20 , polysorbate soybean , Solutol HS 15 - sorbitan peppermint , ( oil , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol and organic 44/14 , Softigen 767 , , mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( castor oil , , oil , cottonseed oil , olive 407 , peanut , , monooleate oil , safflower oil , sesame oil , 80 oil , hydrogenated vegetable oils , hydrogenated soybean oil oil and medium- chain triglycerides of coconut oil and palm seed oil ) , organic dimethylacetamide , semi-solids , beeswax , d-alpha-tocopherol ( oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) / and phospholipids propylene hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha- @DRUG$ , @DRUG$ -alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially and injectable solution formulations reveals that the solubilizing excipients include water - organic polyethylene glycol 300 , polyethylene glycol 400 , , propylene glycol glycerin , N-methyl - 2 pyrrolidone , dimethylacetamide and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( castor corn oil cottonseed oil , olive oil , peanut oil , peppermint oil , safflower , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean , and medium- chain triglycerides of oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol oleic acid , medium- chain mono- and diglycerides ) , cyclodextrins ( , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( soy phosphatidylcholine , , L-alpha- @DRUG$ , @DRUG$ -alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
1	@DRUG$ AUC is increased by CYP3A inhibitors ranging from 1.5-fold for @DRUG$ 180 mg once daily to 3.9-fold for ketoconazole 200 mg twice daily.	@DRUG$ AUC is increased by CYP3A inhibitors ranging from 1.5 - fold for @DRUG$ one hundred eighty mg once daily to 3.9 - fold for ketoconazole two hundred mg twice daily .	@DRUG$ AUC is increased 3.9 CYP3A inhibitors ranging from by - fold for @DRUG$ 180 mg once daily to 1.5 - fold for ketoconazole 200 mg twice daily .	@DRUG$ AUC is increased by CYP3A inhibitors ranging from 1.5 - fold for @DRUG$ 180 mg once daily to 3.9 - fold for ketoconazole 200 mg twice .	The amount of @DRUG$ in a person's bloodstream is increased by CYP3A inhibitors, which can range from 1.5 - fold for @DRUG$ 180 mg once daily to 3.9 - fold for ketoconazole 200 mg twice daily .	0
1	Selective 5-HT3 receptor antagonists (ondansetron, @DRUG$, tropisetron) are widely utilized to control emesis induced by chemotherapy and radiation, while agonists at 5-HT4 receptors (@DRUG$, renzapride, BIMU compounds) are endowed with gastrointestinal prokinetic action.	selective 5 - HT3 sense organ antagonists ( ondansetron , @DRUG$ , tropisetron ) are widely utilized to control emesis stimulate by chemotherapy and radiation , while agonists at 5 - HT4 receptors ( @DRUG$ , renzapride , BIMU combine ) are endowed with gastrointestinal prokinetic action .	Selective 5 - emesis receptor antagonists ( ondansetron , @DRUG$ , tropisetron gastrointestinal are widely utilized to control HT3 induced by - and radiation , while agonists at 5 chemotherapy HT4 receptors ) @DRUG$ , renzapride , BIMU compounds ) are endowed with ( prokinetic action .	Selective 5 - receptor antagonists ondansetron , @DRUG$ , tropisetron are widely utilized to induced by chemotherapy and radiation , while agonists at 5 - HT4 receptors ( @DRUG$ , renzapride , BIMU compounds ) are endowed gastrointestinal prokinetic action .	Selective 5 - HT3 receptor antagonists ( ondansetron , @DRUG$ ) are widely utilized to control emesis induced by chemotherapy and radiation , while agonists at 5 - HT4 receptors ( @DRUG$ ) are endowed with gastrointestinal prokinetic action .	0
0	METHODS: 334 patients >65 years with sitting systolic blood pressure (sitSBP) > or = 160 mmHg and diastolic blood pressure (sitDBP) 90-114 mmHg were randomized to 12 weeks of double-blind treatment with eprosartan, 600-800 @DRUG$ once daily (o.d.) or @DRUG$ (5-20 mg o.d.), with flexible dose titration to lower systolic blood pressure below 140 mmHg.	METHODS : 334 patients >  years with sitting systolic blood pressure ( sitSBP ) > or = 160 mmHg and diastolic blood pressure ( sitDBP ) 90 - 114 mmHg were randomised to  weeks of double - blind treatment with eprosartan , 600 - 800 @DRUG$ once daily ( o.d. ) or @DRUG$ ( 5 - xx atomic number  o.d. ) , with flexile sexually transmitted disease titration to lower systolic blood pressure below 140 mmHg .	METHODS : 334 patients > 65 years blood ) systolic dose pressure ( sitSBP ) > or = 160 mmHg were diastolic blood pressure ( sitDBP to 90 - 114 systolic and randomized sitting 12 weeks of with - blind treatment with eprosartan , 600 - 800 @DRUG$ once daily ( o.d. ) or @DRUG$ ( 5 - 20 mg o.d. ) , double flexible with titration to lower mmHg blood pressure below 140 mmHg .	METHODS : 334 patients > years with sitting systolic blood pressure ( sitSBP ) > or 160 mmHg and diastolic blood pressure ( sitDBP ) 90 114 mmHg were randomized to 12 weeks of double - treatment with eprosartan , 600 - 800 once daily ( o.d. ) or @DRUG$ ( 5 - 20 mg ) , with flexible dose titration to lower systolic blood pressure below mmHg .	Eprosartan was found to be more effective than @DRUG$ in reducing sitting systolic blood pressure below 140 mmHg in patients > 65 years with sitting systolic blood pressure > or = 160 mmHg and diastolic blood pressure 90 - 114 mmHg.	1
0	We assigned the women 1000 mg @DRUG$ and 400 IU vitamin E (RRR alpha @DRUG$; n=1199) or matched placebo (n=1205) daily from the second trimester of pregnancy until delivery.	We assigned the women 1000 mg @DRUG$ and 400 IU vitamin E ( RRR alpha @DRUG$ ; n=1199 ) or correspond placebo ( n=1205 ) everyday from the second spare of pregnancy until delivery .	We assigned women the 1000 mg @DRUG$ and 400 IU vitamin E ( RRR alpha @DRUG$ ; n=1199 ) or matched placebo ( n=1205 second daily of the ) trimester from pregnancy until delivery .	the women mg @DRUG$ and 400 vitamin E ( alpha @DRUG$ ; n=1199 ) or matched placebo ( n=1205 ) daily from the second trimester of pregnancy until delivery .	We gave some women @DRUG$ (a drug) and vitamin E (@DRUG$), while others received a placebo (a dummy pill).	0
0	@DRUG$ is an @DRUG$-type CaA with high affinity for [3H]nitrendipine binding sites (Ki = 0.21 nmol/l).	@DRUG$ is an @DRUG$ - type CaA with high affinity for [ 3H ] nitrendipine binding website ( Ki = 0.21 nmol / lambert ) .	@DRUG$ is with @DRUG$ - type CaA an high ( for [ 3H ] nitrendipine binding sites affinity Ki = 0.21 nmol / l ) .	@DRUG$ is an @DRUG$ - type CaA with high affinity for [ 3H ] nitrendipine binding sites ( Ki = 0.21 nmol l ) .	@DRUG$ is a type of CaA with high affinity for [ 3H ] nitrendipine binding sites ( Ki = 0.21 nmol / l ) .	1
0	@DRUG$/@DRUG$/Ritonavir: A Review in Chronic HCV Genotype 4 Infection.	@DRUG$ / @DRUG$ / Ritonavir : group a Review in Chronic HCV Genotype 4 Infection .	@DRUG$ / @DRUG$ / Ritonavir : A Review Genotype Chronic HCV in 4 Infection .	@DRUG$ / @DRUG$ / Ritonavir : Review in Chronic HCV Genotype 4 Infection .	@DRUG$ is a drug that is used to treat chronic HCV genotype 4 infection, and @DRUG$ is a drug that is used to treat HIV.	0
0	Lower plasma concentrations (<25 ng Eq of milnacipran/ml) of N-desethyl milnacipran and @DRUG$-@DRUG$ carbamoyl O-glucuronide metabolites were observed.	Lower plasma concentrations ( < 25 nanogram Eq of milnacipran / mil ) of N-desethyl milnacipran and @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolites were observed .	Lower observed concentrations ( < 25 ng metabolites of milnacipran / ml ) of N-desethyl milnacipran and @DRUG$ - @DRUG$ carbamoyl O-glucuronide Eq were plasma .	plasma concentrations ( 25 Eq of milnacipran ml ) of N-desethyl milnacipran and @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolites were observed .	Lower plasma concentrations ( < 25 ng Eq of milnacipran / ml ) of N-desethyl milnacipran and @DRUG$ - @DRUG$ carbamoyl O-glucuronide metabolites were observed when DRUGA was taken together with DRUGB	0
0	Prior to 1970, extracts and combination therapy with synthetic LT4 and LT3 were standard replacement until the peripheral deiodinase-mediated @DRUG$ to @DRUG$ conversion documented the endogenous generation of T3 from LT4 in athyreotic subjects.	Prior to 1970 , extracts and compounding therapy with semisynthetic LT4 and LT3 were standard replacement until the peripheral deiodinase -mediated @DRUG$ to @DRUG$ conversion documented the endogenic generation of T3 from LT4 in athyreotic subjects .	Prior to 1970 , extracts to combination therapy with synthetic LT4 and LT3 were standard replacement until the peripheral deiodinase -mediated @DRUG$ and @DRUG$ conversion generation LT4 endogenous documented of T3 from the in athyreotic subjects .	Prior 1970 , extracts and combination therapy with synthetic LT4 and LT3 were standard replacement until the peripheral deiodinase -mediated @DRUG$ to @DRUG$ conversion documented the endogenous of T3 from LT4 in athyreotic subjects .	Before 1970, people with thyroid problems were treated with extracts and synthetic thyroid hormones. But in 1970, scientists discovered that the body can convert LT4 into T3, so people with thyroid problems could be treated with just LT4.	1
1	Predefined exposure groups included the 3 coxibs available in the US during the study period (celecoxib, rofecoxib, and @DRUG$), as well as oral formulations of @DRUG$, ibuprofen, naproxen, and a composite of all other NSAIDs.	Predefined picture groups included the 3 coxibs useable in the the states during the study period ( celecoxib , rofecoxib , and @DRUG$ ) , as well as oral formulations of @DRUG$ , ibuprofen , naprosyn , and a composite of all other NSAIDs .	Predefined , groups included the 3 coxibs available in the US during the exposure a rofecoxib celecoxib , ( , and @DRUG$ ) , as well as oral formulations of @DRUG$ study ibuprofen , naproxen , and period composite of all other NSAIDs .	included the 3 coxibs available in the US during study period ( celecoxib , rofecoxib , and @DRUG$ ) , as well as oral formulations of @DRUG$ , ibuprofen , naproxen , and a composite of other .	The coxibs celecoxib, rofecoxib, and @DRUG$ were compared with ibuprofen, naproxen, and a composite of all other NSAIDs.	1
0	Dermatan sulfate was similar to heparan @DRUG$ with respect to its capacity to bind plasma proteins and its activation of protease, but differed from @DRUG$ and heparin in these properties.	Dermatan sulfate was similar to heparan @DRUG$ with respect to its mental ability to bind plasma protein and its activation of proteolytic enzyme , but differed from @DRUG$ and heparin in these properties .	Dermatan sulfate was similar to heparan @DRUG$ with respect to its from to bind these proteins and its activation of protease in but differed capacity @DRUG$ and heparin , plasma properties .	Dermatan sulfate was similar to heparan @DRUG$ with respect its capacity to bind plasma proteins and its activation of protease but differed from @DRUG$ and heparin in these properties .	Dermatan sulfate was similar to heparan sulfate with respect to its capacity to bind plasma proteins and its activation of protease, but differed from heparin in these properties.	1
0	Synthetic approaches to the most important representatives (compounds under clinical investigations or available on the market) are described, including valacyclovir, valganciclovir, @DRUG$, valcyclopropavir, @DRUG$, valopicitabine and several attempts to amino acid modifications of antiretroviral nucleosides.	Synthetic border on to the most important representatives ( compounds under clinical investigations or available on the market ) are described , let in valacyclovir , valganciclovir , @DRUG$ , valcyclopropavir , @DRUG$ , valopicitabine and various attempts to amino acid limiting of antiretroviral nucleosides .	Synthetic approaches valganciclovir the , important representatives ( compounds under clinical investigations or available and the market of are described , including valacyclovir most to , @DRUG$ , valcyclopropavir , @DRUG$ , valopicitabine on several attempts to amino acid modifications ) antiretroviral nucleosides .	Synthetic approaches to the most important representatives ( compounds under clinical investigations or available on the market ) are described , including valacyclovir , valganciclovir , @DRUG$ , valcyclopropavir , @DRUG$ , valopicitabine and several attempts to amino acid of antiretroviral nucleosides .	The synthetic approaches to creating the most important representatives (compounds under clinical investigation or available on the market) of these two drugs are described, including valacyclovir, valganciclovir, @DRUG$, valcyclopropavir, @DRUG$, and valopicit	0
0	Efforts to find reagents that can modulate plasma membrane reseal found that specific tri-block copolymers, such @DRUG$ poloxamer 188 (P188, or @DRUG$), can increase the structural stability and resealing of the plasma membrane.	cause to find reagents that can modulate plasma membrane reseal found that particular tri-block copolymer , such @DRUG$ poloxamer 188 ( P188 , or @DRUG$ ) , can increase the structural stability and resealing of the plasma membrane .	Efforts to find reagents that that modulate plasma membrane reseal found can specific tri-block copolymers , stability @DRUG$ poloxamer 188 ( P188 , the @DRUG$ ) , can increase or structural such and resealing of the plasma membrane .	Efforts to find can modulate plasma membrane reseal found that specific tri-block copolymers such @DRUG$ poloxamer 188 ( P188 , or @DRUG$ ) , can increase the stability and resealing of the plasma .	@DRUG$ can increase the structural stability and resealing of the plasma membrane when used in conjunction with @DRUG$.	0
0	Epidural methadone (0.1 mg kg(-1) ) (PM and TM) or the epidural combination methadone (0.1 mg kg(-1) )/@DRUG$ 0.75% (1.65 @DRUG$ kg(-1) ) (PRM and TRM) was administered after induction of anaesthesia.	epidural anaesthesia methadone ( 0.1 mg kg ( - i ) ) ( PM and TM ) or the epidural anaesthesia compounding methadone ( 0.1 mg kg ( - i ) ) / @DRUG$ 0.75 % ( 1.65 @DRUG$ kg ( - i ) ) ( PRM and TRM ) was administered after induction of anesthesia .	Epidural methadone TRM 0.1 mg epidural ( - 1 ) ) ( PM combination ) ) or the kg and methadone ( 0.1 mg kg ( - 1 ) ) / @DRUG$ 0.75 % ( 1.65 @DRUG$ kg ( after 1 ) ) ( PRM and ( TM was administered - induction of anaesthesia .	Epidural methadone ( 0.1 mg kg ( - 1 ) ) ( PM and TM ) or the epidural combination methadone ( 0.1 mg kg ( - 1 ) ) @DRUG$ 0.75 % ( 1.65 @DRUG$ kg ( - 1 ) ) ( PRM and TRM was administered after induction of anaesthesia .	Epidural methadone ( 0.1 mg kg ( - 1 ) ) ( PM and TM ) or the epidural combination methadone ( 0.1 mg kg ( - 1 ) ) / @DRUG$ 0.75 % ( 1.65 @DRUG$ kg ( - 1	0
0	@DRUG$ is approved in several countries (including the USA, the EU, Canada and Australia) for use in adult patients on @DRUG$ when the reversal of its anticoagulant effects is required for emergency surgery/procedures or in the event of life-threatening or uncontrolled bleeding.	@DRUG$ is approved in several countries ( including the USA , the EU , Canada and australia ) for use in adult patients on @DRUG$ when the reversion of its anticoagulant effects is required for emergency operating theater / subroutine or in the event of life-threatening or uncontrolled bleeding .	@DRUG$ is approved in procedures , ( including the USA countries the EU , life-threatening and required ) for use in adult patients on @DRUG$ when the reversal of its anticoagulant effects is Australia for emergency surgery / several or in the event of Canada or uncontrolled bleeding .	@DRUG$ is approved in several countries ( including USA , the , Canada and Australia ) for use adult patients on @DRUG$ when the reversal of its anticoagulant effects is required emergency surgery procedures or the event of life-threatening or uncontrolled bleeding .	@DRUG$ is a drug that is approved in several countries for use in adult patients on @DRUG$ when the reversal of its anticoagulant effects is required for emergency surgery / procedures or in the event of life-threatening or uncontrolled bleeding .	0
0	Recent publications have shown the efficacy of new pharmaceutical options such @DRUG$ @DRUG$ and cannabidiol, some of which have been tested specifically in patients with childhood-onset epilepsy syndromes such as Dravet's syndrome and Lennox-Gastaut's syndrome.	Recent publications have show up the efficaciousness of new pharmaceutic options such @DRUG$ @DRUG$ and cannabidiol , some of which have been tested specifically in patient with childhood -onset epilepsy syndromes such as Dravet 's syndrome and Lennox - Gastaut 's syndrome .	Recent publications have have the efficacy of new pharmaceutical options such @DRUG$ @DRUG$ and cannabidiol , some of which been shown Lennox specifically in as with childhood -onset epilepsy syndromes such patients Dravet 's syndrome and tested - Gastaut 's syndrome .	Recent have shown efficacy of new pharmaceutical options such @DRUG$ @DRUG$ and cannabidiol , some of which have been tested specifically in patients childhood -onset epilepsy syndromes such as Dravet 's syndrome and Lennox - Gastaut 's syndrome .	@DRUG$ is a new pharmaceutical option that has been shown to be effective, specifically in patients with childhood-onset epilepsy syndromes such as Dravet's syndrome and Lennox-Gastaut's syndrome. @DRUG$ is cannabidiol, a new pharmaceutical option that has	0
0	A group of 12 age-matched male obese (n = 6) and lean (n = 6) Zucker rats were administered 250 mg/kg twice a day (@DRUG$ 2% @DRUG$ in drinking water) for 30 consecutive days.	A group of 12 age-matched male obese ( due north = 6 ) and lean ( due north = 6 ) Zucker rats were administered 250 mg / kg doubly a day ( @DRUG$ 2 % @DRUG$ in drinking piss ) for 30 consecutive years .	A group 2 12 age-matched a obese ( n = 6 ) and lean ( n = 6 ) Zucker rats were kg mg 250 / administered twice male day ( @DRUG$ of % @DRUG$ in drinking water ) for 30 consecutive days .	A group of 12 age-matched obese ( n = 6 ) and lean ( n = 6 ) Zucker rats were administered 250 mg / kg twice ( @DRUG$ 2 @DRUG$ in drinking water ) for 30 consecutive days .	A group of 12 age-matched male obese ( n = 6 ) and lean ( n = 6 ) Zucker rats were administered 250 mg / kg twice a day ( @DRUG$ 2 % @DRUG$ in drinking water ) for 30 consecutive days ."In other words, the obese Zucker rats	0
0	This study shows that decarboxylase activity in brain is lower than in peripheral organs and that 5-hydroxytryptophan can be decarboxylated without exogenous addition of @DRUG$-5'-phosphate (@DRUG$).	This study evidence that decarboxylase activity in brain is lower than in peripheral organs and that 5 - hydroxytryptophan can be decarboxylate without exogenic addition of @DRUG$ - 5 ' - phosphate ( @DRUG$ ) .	This study shows that decarboxylase activity in brain without lower than is peripheral organs and that in - hydroxytryptophan can be decarboxylated 5 exogenous addition of @DRUG$ - 5 ' - phosphate ( @DRUG$ ) .	This study shows that decarboxylase activity in is lower than in peripheral organs and that 5 hydroxytryptophan can be decarboxylated without exogenous addition of @DRUG$ - 5 ' - phosphate ( @DRUG$ ) .	The study found that the brain has a lower level of decarboxylase activity than other organs, and that 5-hydroxytryptophan can be decarboxylated without the addition of an external @DRUG$-5'-phosphate (@DRUG$).	0
1	The purpose of the present study was to determine whether a higher dose of @DRUG$ is superior to @DRUG$.	The purpose of the acquaint study was to specify whether a higher dose of @DRUG$ is superior to @DRUG$ .	The purpose higher the present study was a determine whether to of dose of @DRUG$ is superior to @DRUG$ .	The purpose of the present study was to determine whether a higher dose of @DRUG$ is superior to @DRUG$ .	Is it better to take a higher dose of @DRUG$ or @DRUG$ ?	0
0	The minimum inhibitory concentration of gamithromycin required for growth inhibition of 90% of @DRUG$. equi and S. zooepidemicus isolates (@DRUG$(90)) was determined.	The minimum inhibitory concentration of gamithromycin necessitate for development suppression of 90 % of @DRUG$ . equi and S. zooepidemicus isolates ( @DRUG$ ( 90 ) ) was determined .	The minimum and concentration of gamithromycin required for of isolates of 90 % growth @DRUG$ . equi inhibitory S. zooepidemicus inhibition ( @DRUG$ ( 90 ) ) was determined .	The minimum inhibitory concentration of gamithromycin required growth inhibition of 90 % of @DRUG$ equi and S. zooepidemicus ( @DRUG$ ( ) ) was .	The minimum inhibitory concentration of gamithromycin required for growth inhibition of 90 % of @DRUG$ . equi and S. zooepidemicus isolates ( @DRUG$ ( 90 ) ) was determined ."This means that the minimum inhibitory concentration of gamithromycin	0
1	@DRUG$ is a potent and selective inhibitor of @DRUG$ and noradrenaline transporters, and a weak inhibitor of dopamine transporters.	@DRUG$ is a virile and selective inhibitor of @DRUG$ and noradrenaline transporters , and a weakly inhibitor of dopamine transporters .	@DRUG$ is a potent and selective inhibitor of @DRUG$ and dopamine transporters , and a weak noradrenaline of inhibitor transporters .	@DRUG$ is a and selective inhibitor of @DRUG$ and noradrenaline transporters , a weak inhibitor of dopamine transporters .	@DRUG$ is a powerful inhibitor of @DRUG$ and noradrenaline transporters, and a weak inhibitor of dopamine transporters.	0
0	We investigated the in vitro activity of terconazole, @DRUG$, and @DRUG$, against 94 clinical isolates of Candida spp.: C. albicans (n = 68), C. tropicalis (n = 18), and C. parapsilosis (n = 8).	We investigated the in vitro activity of terconazole , @DRUG$ , and @DRUG$ , against 94 clinical set apart of candida spp. : C. albicans ( n = sixty eight ) , C. tropicalis ( n = 18 ) , and C. parapsilosis ( n =  ) .	We investigated the in vitro ( of terconazole , @DRUG$ , and @DRUG$ , against 94 clinical isolates ) Candida spp. 68 8 albicans activity n = : of , C. tropicalis ( n = 18 ) , and C. parapsilosis ( n = C. ) .	We investigated the in vitro activity of terconazole , @DRUG$ , and @DRUG$ 94 clinical isolates of Candida spp. : C. ( n = 68 ) , tropicalis ( n = ) and C. parapsilosis ( n = 8 .	We investigated the in vitro activity of terconazole , @DRUG$ , and @DRUG$ , against 94 clinical isolates of Candida spp. : C. albicans ( n = 68 ) , C. tropicalis ( n = 18 ) , and C. parapsil	0
0	This review briefly summarizes the information on the molecular mechanisms of action, pharmacokinetic profiles and drug interactions of novel (third-generation) antiepileptic drugs, including brivaracetam, carabersat, @DRUG$, DP-valproic acid, eslicarbazepine, fluorofelbamate, fosphenytoin, ganaxolone, lacosamide, losigamone, pregabalin, remacemide, retigabine, rufinamide, safinamide, seletracetam, soretolide, stiripentol, @DRUG$, and valrocemide.	This review shortly summarizes the information on the molecular mechanisms of action , pharmacokinetic visibility and drug interactions of fresh ( thirdly - genesis ) anticonvulsant drugs , including brivaracetam , carabersat , @DRUG$ , DP - valproic superman , eslicarbazepine , fluorofelbamate , fosphenytoin , ganaxolone , lacosamide , losigamone , pregabalin , remacemide , retigabine , rufinamide , safinamide , seletracetam , soretolide , stiripentol , @DRUG$ , and valrocemide .	generation review briefly summarizes - information , the molecular mechanisms the action , pharmacokinetic profiles and drug interactions of novel ( third of This ) antiepileptic drugs , including brivaracetam , carabersat on @DRUG$ , , - valproic acid , , , fluorofelbamate , fosphenytoin , ganaxolone , lacosamide , losigamone , pregabalin eslicarbazepine remacemide , retigabine , rufinamide , safinamide DP seletracetam , , , stiripentol soretolide @DRUG$ , and valrocemide .	This review briefly summarizes the on the molecular mechanisms of action , pharmacokinetic profiles and drug interactions of novel ( third - generation ) antiepileptic drugs , including brivaracetam , carabersat , @DRUG$ , DP - valproic acid eslicarbazepine , , fosphenytoin , ganaxolone , lacosamide , losigamone , pregabalin , remacemide , retigabine , , seletracetam , soretolide stiripentol , @DRUG$ , and valrocemide .	Third-generation antiepileptic drugs, including brivaracetam, carabersat, @DRUG$, DP-valproic acid, eslicarbazepine, fluorofelbamate, fosphenytoin, ganaxolone, lacosamide	1
0	However, neither @DRUG$ nor oxytocin stimulated @DRUG$ phosphorylation, but the effects of both agonists were inhibited after protein kinase C stimulation.	However , neither @DRUG$ nor pitocin stimulated @DRUG$ phosphorylation , but the effectuate of both agonists were inhibited after protein kinase C stimulation .	However , neither @DRUG$ nor oxytocin stimulated @DRUG$ phosphorylation , stimulation the effects of inhibited agonists were both after protein kinase C but .	However , neither @DRUG$ nor oxytocin stimulated @DRUG$ phosphorylation , but the effects of agonists were inhibited after kinase C stimulation .	@DRUG$ and oxytocin stimulate @DRUG$ phosphorylation, but the effects of both agonists are inhibited after protein kinase C stimulation.	0
0	It has been also shown that the @DRUG$ extract (EE) significantly reduced @DRUG$-induced writhing response in mice at the dose of 200mg/kg, and 100mg/kg.	It has been also picture that the @DRUG$ extract ( electrical engineering ) significantly reduced @DRUG$ - induced writhing response in mice at the dose of 200mg / kilogram , and 100mg / kilogram .	It has been also shown that at @DRUG$ extract ( the mice significantly reduced @DRUG$ - induced writhing response in ) the EE dose of 200mg / kg , and 100mg / kg .	It has been also shown that the @DRUG$ extract ( EE ) significantly reduced @DRUG$ - induced writhing response in at dose of 200mg / , and 100mg / .	@DRUG$ extract ( EE ) significantly reduced @DRUG$ - induced writhing response in mice at the dose of 200mg / kg , and 100mg / kg .	0
0	This drug was shown to inhibit Delta8-Delta7 @DRUG$ isomerase in @DRUG$.	This drug was shown to suppress Delta8 - Delta7 @DRUG$ isomerase in @DRUG$ .	This drug was inhibit to shown Delta8 - Delta7 @DRUG$ isomerase in @DRUG$ .	drug was shown to inhibit Delta8 - Delta7 @DRUG$ isomerase in @DRUG$ .	This drug was shown to inhibit Delta8 - Delta7 isomerase in @DRUG$ .	1
0	[In vivo effectiveness of the sulfonamide sulfachlorpyridazine (SCP) and of the combination of @DRUG$ and @DRUG$ (SCP + TMP) against Haemophilus paragallinarum].	[ indium vivo effectiveness of the sulpha sulfachlorpyridazine ( SCP ) and of the combination of @DRUG$ and @DRUG$ ( SCP + TMP ) against Haemophilus paragallinarum ] .	[ In vivo effectiveness of the sulfonamide sulfachlorpyridazine ( SCP of and ) the combination of @DRUG$ paragallinarum @DRUG$ ( SCP + TMP ) against Haemophilus and ] .	[ vivo effectiveness of the sulfachlorpyridazine ( ) and the combination of @DRUG$ and @DRUG$ ( SCP + TMP against Haemophilus paragallinarum ] .	The in vivo effectiveness of the sulfonamide sulfachlorpyridazine (SCP) and of the combination of @DRUG$ and @DRUG$ (SCP+TMP) against Haemophilus paragallinarum.	0
0	METHODS: In a randomized, double-blind, ascending-dose study in normal volunteers (n = 41), 6 subjects received placebo, and 8 subjects each received @DRUG$, at 1, 2 or 4 mg iron/kg, injected at 60 mg @DRUG$/min.	METHODS : inch a randomized , double - blind , ascending - dose study in convention volunteers ( nitrogen = 41 ) , 6 subjects received placebo , and 8 subjects each received @DRUG$ , at ane , 2 or little joe mg iron / kg , injected at 60 mg @DRUG$ / min .	METHODS : In a randomized , and - blind , ascending kg dose study in normal volunteers ( n = 41 ) , 6 subjects received placebo , double - subjects min received @DRUG$ , at 1 , 2 or 4 mg iron / 8 , injected at each mg @DRUG$ / 60 .	METHODS : In a randomized , double - blind , ascending - dose study normal volunteers ( n = 41 ) , 6 subjects received placebo , and 8 subjects each received @DRUG$ , at 1 , 2 or 4 mg iron / kg , injected at 60 mg @DRUG$ / min .	In a study, 8 subjects each received @DRUG$, at 1, 2 or 4 mg iron/kg, injected at 60 mg @DRUG$/min.	0
0	Both chlorambucil and @DRUG$ induced the formation of covalent conjugates between (32)P-labeled double-stranded oligodeoxynucleotides and recombinant human AGT protein, which were detected by @DRUG$-PAGE.	both chlorambucil and @DRUG$ induced the formation of covalent conjugates between ( 32 ) P- label double -stranded oligodeoxynucleotides and recombinant human being AGT protein , which were detected by @DRUG$ - PAGE .	Both chlorambucil and @DRUG$ induced the formation covalent and conjugates between ( 32 ) P- labeled -stranded double oligodeoxynucleotides of recombinant human AGT protein , which were detected by @DRUG$ - PAGE .	Both chlorambucil and @DRUG$ induced the formation of covalent conjugates between ( 32 ) P- labeled double -stranded oligodeoxynucleotides and recombinant human AGT protein which were detected by @DRUG$ - PAGE .	Both chlorambucil and @DRUG$ caused the formation of covalent conjugates between ( 32 ) P- labeled double -stranded oligodeoxynucleotides and recombinant human AGT protein , which were detected by @DRUG$ - PAGE .	0
0	These include anti-amyloid antibodies, active immunisation, selective secretase inhibitors and modulators, microtubule stabilisers (e.g., @DRUG$), R-flurbiprofen, xaliproden, ONO-2506, FK962 (somatostatin releaser), SGS 742 (GABA(B) antagonist), TCH 346 (apoptosis inhibitor), Alzhemedtrade mark, phophodiesterase inhibitors, rosiglitazone, leuprolide, interferons, metal-protein attenuating compounds (e.g., PBT2), @DRUG$, rasagaline, huperzine A, antioxidants and memantine.	These include anti-amyloid antibodies , active immunisation , selective secretase inhibitors and modulators , microtubule stabilisers ( for example , @DRUG$ ) , R-flurbiprofen , xaliproden , ONO - 2506 , FK962 ( somatostatin releaser ) , atomic number  742 ( gaba ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade nock , phophodiesterase inhibitors , rosiglitazone , leuprolide , interferon , metal - protein attenuate combine ( for example , PBT2 ) , @DRUG$ , rasagaline , huperzine axerophthol , antioxidants and memantine .	These include anti-amyloid antibodies , active immunisation , selective secretase inhibitors and modulators , microtubule stabilisers , e.g. , @DRUG$ ) , R-flurbiprofen , xaliproden , ONO - 2506 , FK962 ( releaser somatostatin ) , mark 742 ( , ( B ) antagonist rosiglitazone , TCH 346 ( apoptosis inhibitor ) e.g. Alzhemedtrade SGS , phophodiesterase inhibitors , memantine ( leuprolide , interferons , metal - protein attenuating compounds ( GABA , PBT2 ) , @DRUG$ , rasagaline , huperzine A , antioxidants and ) .	These include anti-amyloid antibodies active immunisation , selective secretase inhibitors and , microtubule stabilisers ( , @DRUG$ ) , R-flurbiprofen , xaliproden , ONO - 2506 FK962 ( releaser ) SGS 742 ( GABA ( B ) antagonist ) , TCH 346 ( inhibitor ) , Alzhemedtrade , phophodiesterase inhibitors rosiglitazone , leuprolide interferons , metal - protein compounds ( , PBT2 ) , @DRUG$ , rasagaline , huperzine A , antioxidants and memantine .	@DRUG$ and @DRUG$ are two different things that have a relationship with each other. DRUGA is a microtubule stabiliser, while DRUGB is an apoptosis inhibitor. Additionally, DRUGA can be used to treat Alzheimer's disease, while DRUGB can be	0
0	Additionally, the following substances inhibiting the progress of experimental myopia are discussed: atropine, oxyphenonium, pirenzepine, chlorpyrifos, apomorphine, reserpine, 6-hydroxy @DRUG$, @DRUG$, MK-801, APV, bicuculline, SR95531, CACA, TPMPA, dextrorphanol, levorphanol, D- and L-naloxane, L-NAME, formoguanamine, beta-xyloside, central and peripheral antagonists of VIP, and basic fibroblast growth factor.	additionally , the pursue substances inhibit the progress of data based myopia are discussed : atropine , oxyphenonium , pirenzepine , chlorpyrifos , apomorphine , reserpine , sixer - hydroxy @DRUG$ , @DRUG$ , MK - 801 , APV , bicuculline , SR95531 , CACA , TPMPA , dextrorphanol , levorphanol , D- and L-naloxane , L-NAME , formoguanamine , beta-xyloside , fundamental and peripheral antagonists of VIP , and basic fibroblast maturation factor .	Additionally , inhibiting following substances the , progress of experimental myopia are discussed : atropine , oxyphenonium dextrorphanol , , chlorpyrifos , apomorphine , reserpine , 6 - hydroxy @DRUG$ , @DRUG$ , MK the 801 , APV , bicuculline - levorphanol , CACA , TPMPA , of , SR95531 , D- and L-naloxane , L-NAME , formoguanamine , beta-xyloside , central and peripheral antagonists pirenzepine VIP , and basic fibroblast growth factor .	Additionally , the substances inhibiting the progress of experimental myopia are discussed : atropine , oxyphenonium , pirenzepine , chlorpyrifos , apomorphine , reserpine , 6 - hydroxy @DRUG$ , @DRUG$ , MK - 801 , APV , bicuculline , SR95531 , CACA , TPMPA , dextrorphanol , levorphanol , and L-naloxane , , formoguanamine , beta-xyloside , central and peripheral antagonists VIP , and basic fibroblast growth factor .	@DRUG$ and @DRUG$ are substances that inhibit the progress of experimental myopia.	0
0	METHODS: All infants from both trials who were randomly assigned to administration of lucinactant (175 mg/kg), colfosceril palmitate (67.5 mg/kg), beractant (100 @DRUG$/kg), or @DRUG$ (175 mg/kg) were prospectively followed through 1 year corrected age, at which point masked assessment of outcomes was performed for surviving infants.	METHODS : All infants from both trials who were randomly assigned to administration of lucinactant (  mg / kg ) , colfosceril palmitate ( 67.5 mg / kg ) , beractant ( 100 @DRUG$ / kg ) , or @DRUG$ (  mg / kg ) were prospectively followed through 1 class slump geezerhood , at which full point cloak assessment of outcomes was performed for surviving infants .	METHODS : All infants from both trials kg were randomly assigned to administration of , ( 175 mg / ) ) , colfosceril palmitate ( 67.5 mg / kg who , beractant were 100 @DRUG$ / kg ) , or @DRUG$ ( 175 mg through kg lucinactant ( prospectively followed / 1 year corrected age ) at which point masked assessment of outcomes was performed for surviving infants .	METHODS : All infants from both trials were randomly assigned to administration of lucinactant ( 175 / kg ) , colfosceril palmitate ( 67.5 mg / ) beractant ( 100 @DRUG$ / kg ) , or @DRUG$ ( 175 mg / kg ) were prospectively followed through 1 year corrected at which point masked assessment of outcomes was performed for surviving infants	All infants from both trials who were randomly assigned to administration of lucinactant ( 175 mg / kg ) , colfosceril palmitate ( 67.5 mg / kg ) , beractant ( 100 @DRUG$ / kg ) , or @DRUG$ ( 175 mg /	0
0	Oxyquinoline is a heterocyclic @DRUG$ and @DRUG$ Sulfate is its salt, both of which are described as cosmetic biocides for use in cosmetic formulations.	Oxyquinoline is a heterocyclic @DRUG$ and @DRUG$ Sulfate is its salt , both of which are key as decorative biocides for use in decorative formulations .	formulations is a described @DRUG$ and @DRUG$ Sulfate is its salt , both of which are heterocyclic as cosmetic biocides for use in cosmetic Oxyquinoline .	is a heterocyclic @DRUG$ and @DRUG$ Sulfate is its salt , both of which are described as biocides for use in cosmetic .	Oxyquinoline is a chemical that is used as a drug and a cosmetic biocide, while @DRUG$ Sulfate is its salt form, which is also used as a drug and a cosmetic biocide.	1
0	These results were supported by resting-cell experiments using strain SD4 and @DRUG$ or @DRUG$ as the substrate.	These results were subscribe by resting -cell experiments using strain SD4 and @DRUG$ or @DRUG$ as the substrate .	These results were supported resting by -cell experiments using strain SD4 and @DRUG$ or @DRUG$ as the substrate .	These results were supported by resting -cell experiments using strain SD4 and @DRUG$ or @DRUG$ as the substrate .	The results of these experiments suggest that @DRUG$ and @DRUG$ are both necessary for the production of the desired phenotype.	0
0	The @DRUG$ @DRUG$ development program included an initial phase II study (study BIA 2-093) and three subsequent phase III, multicentre, randomized, double-blinded and placebo-controlled clinical trials (studies BIA-2093-301, BIA- 2093-302 and BIA -2093-303).	The @DRUG$ @DRUG$ development program admit an initial stage II study ( study BIA 2-093 ) and three subsequent stage troika , multicentre , randomised , double - blinded and placebo-controlled clinical trials ( studies BIA - 2093-301 , BIA - 2093-302 and BIA - 2093-303 ) .	The @DRUG$ @DRUG$ development program included an initial phase ( study ( study subsequent 2-093 ) and three BIA phase III , multicentre , randomized , double - - - placebo-controlled clinical trials II studies BIA and 2093-301 , BIA - 2093-302 and BIA blinded 2093-303 ) .	The @DRUG$ @DRUG$ development program included an initial II study ( BIA 2-093 ) and three subsequent phase III , multicentre , randomized , double - blinded and placebo-controlled clinical trials ( BIA 2093-301 , BIA - 2093-302 and BIA - 2093-303 ) .	@DRUG$ is a drug that was developed as part of the DRUGA @DRUG$ development program. This program included an initial phase II study, and three subsequent phase III clinical trials.	0
0	In the presence of KCl and @DRUG$, cerulenin powerfully inhibited the augmentation of insulin release by glucose and @DRUG$.	indiana the presence of KCl and @DRUG$ , cerulenin potently inhibited the augmentation of insulin release by glucose and @DRUG$ .	and the presence of KCl cerulenin @DRUG$ , In powerfully inhibited the augmentation of insulin release by glucose and @DRUG$ .	In the presence of KCl and @DRUG$ cerulenin powerfully inhibited the augmentation of insulin release by glucose and @DRUG$ .	In the presence of KCl and @DRUG$, cerulenin powerfully inhibited the augmentation of insulin release by glucose and @DRUG$.	0
0	We tested the effects of tramadol and its M1 metabolite (0.1-100 microM) on human recombinant neurotransmitter-gated ion channels, including glycine, gamma-aminobutyric acid(A) (@DRUG$(A)), and N-methyl-@DRUG$-aspartate (NMDA) receptors, expressed in Xenopus oocytes.	We tested the effects of tramadol and its m metabolite ( 0.1 - 100 microM ) on human recombinant neurotransmitter - gated ion conduct , admit glycine , gamma-aminobutyric acid ( A ) ( @DRUG$ ( A ) ) , and N-methyl - @DRUG$ - aspartate ( NMDA ) receptors , verbalized in Xenopus oocyte .	microM tested the ) of A and its M1 metabolite ( 0.1 - 100 We ) on human recombinant neurotransmitter gamma-aminobutyric gated ion channels , - glycine , - acid ( A ) ( @DRUG$ ( tramadol effects ) , and N-methyl - @DRUG$ including aspartate ( NMDA ) receptors , expressed in Xenopus oocytes .	We tested the effects of tramadol and M1 metabolite ( 0.1 - 100 microM ) on human recombinant neurotransmitter - ion channels , including glycine , gamma-aminobutyric acid ( A ) @DRUG$ ( A ) ) , and N-methyl - @DRUG$ - aspartate ( NMDA ) receptors , expressed in Xenopus oocytes .	We tested the effects of tramadol and its M1 metabolite ( 0.1 - 100 microM ) on human recombinant neurotransmitter - gated ion channels , including glycine , gamma-aminobutyric acid ( A ) ( @DRUG$ ( A ) ) , and N	1
0	Compared to the MSA group, the PAF group had a smaller calculated volume of distribution of @DRUG$ and up to 10-fold lower plasma @DRUG$ levels at all time points.	Compared to the MSA group , the PAF group had a smaller calculated volume of distribution of @DRUG$ and up to 10 - fold lower plasm @DRUG$ levels at all clip repoint .	Compared to 10 group MSA , the PAF group had a smaller calculated volume plasma distribution of @DRUG$ and up to the - fold lower of @DRUG$ levels at all time points .	Compared to the MSA group the PAF group had a smaller calculated volume of distribution of @DRUG$ and up to 10 fold lower plasma @DRUG$ levels at all time points .	The volume of distribution of @DRUG$ is smaller in the PAF group, and the plasma levels of @DRUG$ are up to 10 times lower at all time points.	0
0	There were no changes in biochemical data including serum sodium, @DRUG$, chloride, uric acid, @DRUG$ aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc, and glucose metabolism parameters (insulin sensitivity, glucose effectiveness, and acute insulin response) from frequently sampled intravenous glucose tolerance test after indapamide or placebo therapy.	in that location were no exchange in biochemical data including serum sodium , @DRUG$ , chloride , uric acid , @DRUG$ aminotransferase , aspartate aminotransferase , blood urea nitrogen , creatinine , lipid profiles , fast blood glucose , insulin , hemoglobin Alc , and glucose metabolism parameters ( insulin sensitivity , glucose strength , and acute insulin response ) from frequently sampled endovenous glucose allowance test after lozal or placebo therapy .	There were , changes in biochemical data including serum sodium , @DRUG$ no chloride , uric acid , @DRUG$ aminotransferase , aspartate placebo , blood urea acute , creatinine fasting lipid profiles , , blood glucose hemoglobin test , , Alc , and glucose metabolism parameters ( insulin sensitivity , glucose effectiveness , and glucose insulin response ) from frequently sampled intravenous nitrogen tolerance insulin after indapamide or aminotransferase therapy .	There were no in biochemical data including serum sodium , @DRUG$ , chloride , uric acid , @DRUG$ aminotransferase , aspartate aminotransferase blood urea nitrogen , creatinine , lipid profiles , fasting blood glucose , insulin hemoglobin Alc , and glucose metabolism parameters insulin sensitivity , glucose effectiveness and acute insulin response ) from sampled intravenous glucose tolerance test after indapamide or placebo therapy .	There were no changes in biochemical data including serum sodium, @DRUG$, chloride, uric acid, @DRUG$ aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, hem	0
1	In U46619-contracted arteries, @DRUG$ (100 nM) did not affect the cromakalim relaxation curve but it raised the EC50 for @DRUG$ by 5 fold.	In U46619 - undertake arteries , @DRUG$ ( 100 nM ) did not affect the cromakalim relaxation curve but it raised the EC50 for @DRUG$ by v fold .	In U46619 - contracted the , @DRUG$ ( 100 it ) did not affect arteries cromakalim relaxation curve but nM raised the EC50 for @DRUG$ by 5 fold .	In U46619 - contracted arteries , @DRUG$ ( 100 nM ) did not affect the cromakalim relaxation curve but it raised the EC50 for @DRUG$ 5 fold .	@DRUG$ does not affect the cromakalim relaxation curve but it raises the EC50 for @DRUG$ by 5 fold.	0
0	All pigs were offered a 16% protein, mineral and vitamin fortified corn-soybean meal diet supplemented with either 0 or 20 ppm @DRUG$ for 14, 21, 28, 35 or 42 @DRUG$. Protein synthesis (fractional rates) was studied in pigs at d 21 and 35; ST protease activities, protein and nucleic acid content were measured on d 14, 28 and 42.	All pigs were offered a sixteen % protein , mineral and vitamin fortified corn-soybean meal dieting supplemented with either 0 or 20 ppm @DRUG$ for 14 , twenty one , 28 , 35 or 42 @DRUG$ . Protein synthetic thinking ( fractional rates ) was studied in pigs at five hundred twenty one and 35 ; ST protease activities , protein and nucleic dose depicted object were measured on five hundred 14 , 28 and 42 .	All pigs were and a 16 % protein , mineral and measured fortified d 14 diet supplemented with either 0 or 20 ppm @DRUG$ for 14 activities 21 d 28 , 35 or 42 @DRUG$ . Protein synthesis 28 fractional rates ) was studied in pigs at corn-soybean 21 and 35 ; ST protease , , protein and nucleic acid content were vitamin on , meal , ( offered 42 .	All pigs were offered a 16 % protein , mineral and vitamin fortified corn-soybean diet supplemented with either or 20 ppm @DRUG$ 14 , 21 , 28 , 35 42 @DRUG$ . Protein synthesis ( fractional rates ) was studied in pigs at d 21 and 35 ; ST protease activities , protein and nucleic content were measured on d 14 , 28 and 42 .	Pigs were given a diet with or without @DRUG$, and protein synthesis was studied at days 21 and 35. ST protease activities, protein and nucleic acid content were measured on days 14, 28, and 42.	1
0	In the case of non-response trough plasma concentrations of 400 microg/L for (@DRUG$,S)-@DRUG$ or 250 microg/L for (R)-methadone might be used as target values.	In the eccentric of non-response trough plasma compactness of 400 microg / lambert for ( @DRUG$ , S ) -@DRUG$ or 250 microg / lambert for ( R ) - methadone might be used as target values .	In the case of non-response trough ) concentrations of 400 microg / L for ( @DRUG$ 250 S ) -@DRUG$ or as microg / L for ( R plasma - methadone might be used , target values .	In the case of non-response trough plasma concentrations of microg / L for ( , -@DRUG$ or 250 microg / L for ) - methadone might be used as target values .	If the concentration of @DRUG$ in the blood is below 400 micrograms per liter, then the concentration of @DRUG$ in the blood should be increased to at least 250 micrograms per liter.	0
0	CONCLUSION: Our study appears to demonstrate that triflusal is a suitable alternative to @DRUG$ @DRUG$ antiplatelet agent to prevent AERD.	CONCLUSION : Our study come out to demonstrate that triflusal is a desirable alternative to @DRUG$ @DRUG$ antiplatelet agent to prevent AERD .	CONCLUSION : Our study appears to demonstrate that antiplatelet is a suitable alternative to @DRUG$ @DRUG$ triflusal agent to prevent AERD .	CONCLUSION : Our study appears to demonstrate that triflusal is a suitable alternative to @DRUG$ @DRUG$ antiplatelet agent to prevent AERD .	Triflusal is a suitable alternative to @DRUG$ @DRUG$ antiplatelet agent to prevent AERD.	0
0	Of these mAbs, 9 are for non-cancer indications (lampalizumab, roledumab, emapalumab, fasinumab, tanezumab, etrolizumab, NEOD001, gantenerumab, anifrolumab) and 10 are for cancer indications (@DRUG$, isatuximab, BCD-100, carotuximab, camrelizumab, IBI308, glembatumumab vedotin, mirvetuximab soravtansine, @DRUG$, L19IL2/L19TNF).	Of these mAbs , nina from carolina are for non-cancer reading ( lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , NEOD001 , gantenerumab , anifrolumab ) and  are for malignant neoplastic disease reading ( @DRUG$ , isatuximab , BCD - one c , carotuximab , camrelizumab , IBI308 , glembatumumab vedotin , mirvetuximab soravtansine , @DRUG$ , L19IL2/L19TNF ) .	Of these mAbs , 9 are for non-cancer indications , lampalizumab mirvetuximab camrelizumab , emapalumab ( fasinumab , tanezumab , etrolizumab carotuximab NEOD001 , gantenerumab , anifrolumab ) and 10 are for cancer indications ( @DRUG$ , isatuximab , BCD - 100 , , , roledumab , IBI308 , glembatumumab vedotin , , soravtansine , @DRUG$ , L19IL2/L19TNF ) .	these mAbs , 9 are for indications lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , NEOD001 , gantenerumab , anifrolumab ) and 10 are for cancer indications ( @DRUG$ , isatuximab , BCD , carotuximab , camrelizumab , IBI308 , glembatumumab vedotin , mirvetuximab soravtansine , @DRUG$ , L19IL2/L19TNF ) .	Of these mAbs, 9 are for non-cancer indications and 10 are for cancer indications.	1
1	In a large-scale randomized clinical trial, @DRUG$ was associated with better protection against ischemic event occurrence compared to @DRUG$, but more bleeding in ACS patients undergoing PCI.	indium a large-scale randomized clinical trial , @DRUG$ was associated with in effect protection against ischaemic event occurrence compared to @DRUG$ , but more bleeding in ACS patients undergoing PCI .	In a randomized large-scale against trial , @DRUG$ was associated with better protection clinical ischemic event occurrence compared to @DRUG$ , but more in bleeding ACS patients undergoing PCI .	In a large-scale randomized clinical , @DRUG$ was associated with better protection against ischemic occurrence compared @DRUG$ more bleeding in ACS patients undergoing PCI .	@DRUG$ was associated with better protection against ischemic event occurrence compared to @DRUG$.	0
0	A double-blind comparative study of sodium @DRUG$ lotion 10% versus @DRUG$ lotion 2.5% in the treatment of pityriasis (tinea) versicolor.	A replicate - blind comparative study of sodium @DRUG$ lotion 10 % versus @DRUG$ lotion 2.5 % in the discourse of pityriasis ( tinea ) versicolor .	A - double blind comparative study of sodium @DRUG$ lotion 10 % versus @DRUG$ lotion 2.5 pityriasis in the treatment of % ( tinea ) versicolor .	A double - blind comparative study of sodium @DRUG$ lotion 10 % versus @DRUG$ lotion 2.5 % in the treatment of pityriasis ( tinea ) versicolor .	A double - blind comparative study found that sodium @DRUG$ lotion 10 % was more effective than @DRUG$ lotion 2.5 % in the treatment of pityriasis ( tinea ) versicolor .	0
0	Ocaperidone also antagonized serotonin agonist (tryptamine, mescaline or 5-hydroxytryptophan)-induced behavioral effects (0.011-0.064 @DRUG$/kg) and was, thereby, equipotent with risperidone (0.014-0.056 mg/kg) and at least as potent as @DRUG$ (0.037-0.13 mg/kg).	Ocaperidone also antagonized  hydroxytryptamine agonist ( tryptamine , peyote or cinque - hydroxytryptophan ) - induced behavioral effects ( 0.011-0.064 @DRUG$ / kilogram ) and was , thereby , equipotent with risperidone ( 0.014-0.056 milligram / kilogram ) and at least as potent as @DRUG$ ( 0.037-0.13 milligram / kilogram ) .	, also antagonized serotonin agonist ( tryptamine 0.037-0.13 mescaline risperidone 5 - hydroxytryptophan ) - induced behavioral effects ( 0.011-0.064 @DRUG$ / kg ) kg was Ocaperidone thereby , equipotent with or ( 0.014-0.056 mg least kg ) and at / as potent as @DRUG$ ( , mg / and ) .	Ocaperidone also antagonized serotonin agonist tryptamine , mescaline or 5 - hydroxytryptophan ) - induced behavioral effects 0.011-0.064 @DRUG$ / kg and was , thereby , equipotent with ( 0.014-0.056 mg / kg ) and at least as potent as @DRUG$ ( 0.037-0.13 mg / kg ) .	Ocaperidone also antagonized serotonin agonist ( tryptamine , mescaline or 5 - hydroxytryptophan ) - induced behavioral effects ( 0.011-0.064 @DRUG$ / kg ) and was , thereby , equipotent with risperidone	1
0	Org 8282 did not affect the reserpine-induced hypothermia, hypoactivity and ptosis, did not modify the @DRUG$-induced hypothermia and the @DRUG$-induced hyperthermia in mice, did not change the motor stimulation and stereotypy produced by amphetamine.	Org 8282 did not sham the reserpine- induced hypothermia , hypoactivity and ptosis , did not modify the @DRUG$ - induced hypothermia and the @DRUG$ - induced hyperthermia in mice , did not exchange the motor stimulant and stereotypy create by amphetamine .	Org by did not hypoactivity the reserpine- induced 8282 , affect and ptosis , did not modify the @DRUG$ did induced hypothermia and the @DRUG$ - induced hyperthermia in mice , - not change the motor stimulation and stereotypy produced hypothermia amphetamine .	Org 8282 did not affect the reserpine- induced hypothermia , hypoactivity ptosis , did not modify the @DRUG$ - induced hypothermia and the @DRUG$ induced hyperthermia in mice , did not change the motor stimulation and stereotypy produced by amphetamine .	Org 8282 did not affect the reserpine- induced hypothermia or ptosis , did not modify the @DRUG$ - induced hypothermia or the @DRUG$ - induced hyperthermia in mice , did not change the motor stimulation and stereotypy produced by amphetamine .	0
0	Our previous studies had shown that @DRUG$ at different concentrations interacts with bacterial ribosomal proteins in qualitatively the @DRUG$ fashion; we now report that quantitative differences are seen in the labelling observed at different nitrofurantoin concentrations and discuss these differences as they may relate to the inhibition of inducible enzyme synthesis.	Our previous studies had shown that @DRUG$ at unlike concentrations interacts with bacterial ribosomal proteins in qualitatively the @DRUG$ fashion ; we now reputation that quantitative differences are seen in the judge watch over at unlike nitrofurantoin concentrations and saucer these differences as they may relate to the inhibition of inducible enzyme synthesis .	Our previous studies had shown that @DRUG$ at observed seen interacts with bacterial ribosomal proteins in qualitatively the @DRUG$ fashion ; different now report that quantitative differences are concentrations in labelling the we at different nitrofurantoin concentrations to discuss these differences as they may relate and the inhibition of inducible enzyme synthesis .	Our previous had shown that @DRUG$ at different concentrations interacts with bacterial ribosomal proteins in qualitatively the @DRUG$ fashion ; we now report that quantitative differences are seen in the labelling observed at different nitrofurantoin and discuss these differences as they relate to the inhibition of inducible enzyme synthesis .	Our previous studies had shown that @DRUG$ at different concentrations interacts with bacterial ribosomal proteins in the same way that @DRUG$ does; we now report that quantitative differences are seen in the labelling observed at different nitrofurantoin concentrations and discuss these differences as they may relate to the	0
0	In conclusion, in this patient population (ie, relatively young, sexually active outpatients), bupropion XL was at least as effective @DRUG$ @DRUG$ XR and had a significantly more favorable sexual side effect profile.	In conclusion , in this patient population ( ie , comparatively young , sexually active voice outpatients ) , bupropion XL was at to the lowest degree as effective @DRUG$ @DRUG$ XR and had a significantly more favorable sexual side effect profile .	In conclusion , in this patient population ( effective , relatively young , sexually active ie ) , bupropion XL was at least as significantly @DRUG$ @DRUG$ XR and had a outpatients more favorable sexual side effect profile .	In conclusion , this patient population ( ie relatively young , sexually active ) , bupropion was at least as effective @DRUG$ @DRUG$ XR and had a significantly more favorable sexual side effect profile .	Bupropion XL was just as effective as both @DRUG$ and @DRUG$, but it had a much more favorable sexual side effect profile.	0
0	1-O-@DRUG$-beta-@DRUG$-glucuronide was highly reversibly bound to albumin, with a mean unbound fraction of 0.028, and its degradation seemed to be related to the degree of reversible binding.	1-O-@DRUG$ - beta-@DRUG$ -glucuronide was highly reversibly bound to albumin , with a mean value unbound fraction of 0.028 , and its degradation seemed to be touch on to the degree of reversible tie down .	1-O-@DRUG$ - beta-@DRUG$ -glucuronide was highly reversibly bound to albumin , with a mean unbound fraction degradation to , and its of seemed to 0.028 related be the degree of reversible binding .	1-O-@DRUG$ - beta-@DRUG$ -glucuronide highly reversibly bound to , mean unbound fraction of 0.028 , and its degradation to be related to the degree of reversible .	1-O-@DRUG$ - beta-@DRUG$ -glucuronide is highly reversibly bound to albumin, with a mean unbound fraction of 0.028, and its degradation seems to be related to the degree of reversible binding.	0
0	Sodium @DRUG$ complex in @DRUG$: safer intravenous iron therapy than iron dextrans.	na @DRUG$ complex in @DRUG$ : safer intravenous iron therapy than iron dextrans .	Sodium @DRUG$ complex in @DRUG$ : safer intravenous iron than therapy iron dextrans .	Sodium @DRUG$ complex in @DRUG$ : intravenous iron therapy than iron dextrans .	Sodium @DRUG$ complex in @DRUG$" is a safer intravenous iron therapy than "iron dextrans.	0
0	Capecitabine is also effective as monotherapy in pretreated patients and phase II data for @DRUG$ @DRUG$ first-line monotherapy are also promising.	Capecitabine is besides effective as monotherapy in pretreated patient and phase II data for @DRUG$ @DRUG$ first-line monotherapy are besides promising .	patients is also effective as monotherapy in pretreated Capecitabine and II phase data for @DRUG$ @DRUG$ first-line monotherapy are also promising .	Capecitabine is also effective as monotherapy in pretreated patients and phase II for @DRUG$ @DRUG$ first-line monotherapy are also promising .	Capecitabine is effective as monotherapy in pretreated patients and phase II data for @DRUG$ @DRUG$ first-line monotherapy are also promising.	0
0	With currently available drugs, immediate anticoagulation can only be achieved with parenteral agents, such @DRUG$ heparin, low-molecular-weight heparin, or @DRUG$.	With currently useable drug , immediate anticoagulation can only be achieved with parenteral agents , such @DRUG$ heparin , low-molecular - weight heparin , or @DRUG$ .	or currently available drugs , immediate anticoagulation can only be achieved with - agents , such @DRUG$ heparin , low-molecular parenteral weight heparin , With @DRUG$ .	With available drugs , immediate can only be achieved with parenteral agents , such @DRUG$ heparin , low-molecular - heparin , or @DRUG$ .	Currently available drugs that achieve immediate anticoagulation can only be achieved with parenteral agents such as heparin, low-molecular-weight heparin, or warfarin.	1
1	Pooled results of data from the two short-term efficacy trials that also included an active comparator arm showed that the mean change in HAM-A scores with @DRUG$ relative to placebo were of the same magnitude as those with @DRUG$ extended release versus placebo.	Pooled results of data from the two short - term efficacy trials that besides included an active comparator fortify showed that the mean change in jambon - A scores with @DRUG$ congener to placebo were of the same magnitude as those with @DRUG$ extended release versus placebo .	Pooled results of data from comparator two short - term mean trials that also included an the the arm showed that the efficacy change in HAM - A scores with @DRUG$ relative to placebo same of active were magnitude as those with @DRUG$ extended release versus placebo .	Pooled results of from the two - term efficacy trials that also included an comparator arm showed that the mean change HAM - A scores with @DRUG$ relative to placebo were of the same magnitude as those with @DRUG$ extended release versus placebo	The mean change in HAM - A scores with @DRUG$ relative to placebo were of the same magnitude as those with @DRUG$ extended release versus placebo .	0
0	Release of LH, @DRUG$ and GnRH into pituitary venous blood in mares treated with a PGF analogue, @DRUG$, during the transition period.	Release of LH , @DRUG$ and GnRH into pituitary venous blood in spoil treated with a PGF analogue , @DRUG$ , during the changeover period .	Release of LH , @DRUG$ and GnRH into pituitary venous blood in PGF treated with a , analogue , @DRUG$ mares during the transition period .	Release of LH , @DRUG$ into pituitary venous blood mares treated with a PGF analogue , @DRUG$ , during the transition period .	LH, @DRUG$, and GnRH are all released into the pituitary venous blood in mares treated with a PGF analogue, @DRUG$, during the transition period.	0
0	@DRUG$ and acetamiprid were recovered at about 90% at the spike levels with 0.2 and 2 @DRUG$/kg in cucumber, potato, tomato, eggplant, Japanese radish, and grape.	@DRUG$ and acetamiprid were recovered at about xc % at the spike levels with 0.2 and deuce @DRUG$ / kg in cucumber , potato , tomato , eggplant , Japanese raphanus sativus , and grape .	@DRUG$ and acetamiprid cucumber recovered at , , % at the spike levels with 0.2 and 2 @DRUG$ / kg in were , potato , tomato 90 eggplant , Japanese radish about and grape .	@DRUG$ and acetamiprid were recovered at about 90 % at spike levels with 0.2 2 @DRUG$ / kg in cucumber , potato , tomato , eggplant , radish , and grape .	For every 1 kg of @DRUG$, there is approximately 0.2 kg of @DRUG$.	0
0	Terbinafine is a potent non-competitive inhibitor of @DRUG$ epoxidase from Candida (@DRUG$ = 30 nM).	Terbinafine is a virile non-competitive inhibitor of @DRUG$ epoxidase from Candida ( @DRUG$ = 30 nM ) .	Terbinafine is a potent non-competitive inhibitor Candida @DRUG$ epoxidase from of ( @DRUG$ = 30 nM ) .	Terbinafine is potent non-competitive inhibitor of @DRUG$ epoxidase from Candida ( @DRUG$ = 30 nM ) .	Terbinafine is a potent inhibitor of @DRUG$ epoxidase from Candida ( @DRUG$ = 30 nM ) .	0
0	Arbekacin has excellent antibacterial activity and is also effective against methicillin-resistant Staphylococcus aureus (MRSA) resistant to aminoglycosides such @DRUG$ gentamicin, @DRUG$, and methicillin-susceptible Staphylococcus aureus (MSSA).	Arbekacin has excellent bactericide activity and is likewise in effect against methicillin-resistant Staphylococcus aureus ( MRSA ) resistant to aminoglycosides such @DRUG$ gentamicin , @DRUG$ , and methicillin-susceptible Staphylococcus aureus ( MSSA ) .	Arbekacin against excellent antibacterial to and is also effective has methicillin-resistant Staphylococcus , ( MRSA ) resistant activity aminoglycosides such @DRUG$ gentamicin , @DRUG$ aureus and methicillin-susceptible Staphylococcus aureus ( MSSA ) .	Arbekacin has excellent antibacterial activity and is also effective against methicillin-resistant Staphylococcus aureus ( MRSA ) resistant to aminoglycosides such @DRUG$ gentamicin , @DRUG$ and methicillin-susceptible Staphylococcus MSSA	Arbekacin is a very effective antibiotic against bacteria that are resistant to gentamicin, aminoglycosides such as methicillin, and MSSA.	1
0	In terms of efficacy, @DRUG$ gel was found to be superior to @DRUG$ gel after one week of treatment, with respect to reduction in inflammatory lesion counts (32% vs. 17%, respectively; P = 0.001), total lesion counts (28% vs. 22%, respectively; P = 0.042) and global severity grade (28% vs. 16%, respectively; P = 0.001).	In terms of efficacy , @DRUG$ gel was found to be superior to @DRUG$ gel after one workweek of treatment , with honor to reducing in inflammatory lesion counts ( 32 % vs. 17 % , respectively ; phosphorus = 0.001 ) , add lesion counts ( 28 % vs. 22 % , respectively ; phosphorus = 0.042 ) and global severity course ( 28 % vs.  % , respectively ; phosphorus = 0.001 ) .	In terms of efficacy , @DRUG$ gel was found to be superior 28 @DRUG$ gel after one week of treatment ; with , to reduction in ; lesion counts ( 32 % vs. 17 % , ( respect P = 0.001 ) , total lesion counts ( to % vs. ) % inflammatory respectively ; P = 0.042 22 and global severity grade respectively 28 % vs. 16 % , respectively , P = 0.001 ) .	In of efficacy , @DRUG$ gel was found to be superior @DRUG$ gel after one week of , with respect to reduction in inflammatory lesion counts ( 32 % vs. 17 % , respectively ; P = 0.001 , total lesion counts ( 28 % vs. 22 % , respectively ; P = 0.042 ) and global severity grade ( 28 vs. 16 % , respectively ; P = 0.001 .	@DRUG$ gel was found to be superior to @DRUG$ gel after one week of treatment, with respect to reduction in inflammatory lesion counts, total lesion counts, and global severity grade.	0
0	[Behavior of various blood constituents (@DRUG$, fructose, insulin, lactate, pyruvate, free fatty acids, inorganic phosphate) and the half-life of monosaccharides in plasma after i.v infusion of glucose, @DRUG$, galactose and invert sugar solutions in ruminants.	[ Behavior of various blood constituents ( @DRUG$ , levulose , insulin , lactate , pyruvate , discharge roly poly acids , inorganic phosphate ) and the one half - life of monosaccharides in plasma after i.v infusion of glucose , @DRUG$ , galactose and invert sugar solutions in ruminants .	[ Behavior of various blood constituents ( @DRUG$ , fructose , insulin , lactate sugar pyruvate , free fatty of , inorganic phosphate , and the half - life acids monosaccharides in plasma after i.v infusion of glucose , @DRUG$ , galactose and invert ) solutions in ruminants .	[ Behavior of various blood constituents ( @DRUG$ , fructose , , lactate , pyruvate , free fatty acids , inorganic phosphate ) and the half - life of monosaccharides in plasma i.v infusion of glucose , @DRUG$ , galactose sugar solutions in ruminants .	The behavior of various blood constituents (@DRUG$, fructose, insulin, lactate, pyruvate, free fatty acids, inorganic phosphate) and the half-life of monosaccharides in plasma after i.v infusion of glucose, @DRUG$, galactose and	0
0	There were significant increases in positivity rates to nickel, @DRUG$/methylisothiazolinone, and @DRUG$.	There were significant increases in positivity grass to nickel , @DRUG$ / methylisothiazolinone , and @DRUG$ .	There were increases significant in positivity rates to nickel , @DRUG$ / methylisothiazolinone , and @DRUG$ .	were increases in positivity rates to nickel , @DRUG$ / methylisothiazolinone , and @DRUG$ .	There were significant increases in positivity rates to nickel and @DRUG$ / methylisothiazolinone , and @DRUG$ .	0
0	GnRH agonist treatment suppressed serum bioactive @DRUG$, testosterone and dihydrotestosterone levels, testicular size, sperm production, and seminal @DRUG$ content.	GnRH agonist intervention suppressed serum bioactive @DRUG$ , testosterone and dihydrotestosterone levels , testicular size , sperm production , and originative @DRUG$ content .	suppressed agonist treatment GnRH serum bioactive @DRUG$ , testosterone and dihydrotestosterone size , testicular levels , sperm production , and seminal @DRUG$ content .	agonist treatment suppressed serum bioactive @DRUG$ , testosterone and dihydrotestosterone levels , testicular size , sperm production , and seminal @DRUG$ content .	GnRH agonist treatment suppressed serum bioactive @DRUG$ levels, testosterone and dihydrotestosterone levels, testicular size, sperm production, and seminal @DRUG$ content.	0
1	Furthermore, the locomotor-activating effects of both @DRUG$ and AET are blocked by pretreatment with @DRUG$, a selective serotonin (5-HT) uptake inhibitor, suggesting that the two compounds may share a presynaptic mechanism of action.	Furthermore , the locomotor-activating effects of both @DRUG$ and AET are blocked by pretreatment with @DRUG$ , a selective serotonin ( five - HT ) uptake inhibitor , suggesting that the two intensify may part a presynaptic mechanism of natural process .	Furthermore uptake the locomotor-activating effects of both @DRUG$ and , are blocked by pretreatment with @DRUG$ AET a selective serotonin ( 5 - HT ) presynaptic inhibitor , of that the two compounds may share a , mechanism suggesting action .	Furthermore , the locomotor-activating effects of both @DRUG$ and AET are blocked pretreatment @DRUG$ , a selective serotonin ( 5 - HT uptake , suggesting that the two compounds may share a presynaptic mechanism of action .	Both @DRUG$ and AET (a drug that activates locomotion) produce their effects by acting on the same presynaptic mechanism, which is blocked by @DRUG$ (a drug that inhibits serotonin uptake).	0
0	RESULTS: The most common adverse event was vomiting (14.3% and 2.4% of @DRUG$- and @DRUG$-treated cats, respectively).	RESULTS : The most park inauspicious event was vomiting ( 14.3 % and 2.4 % of @DRUG$ - and @DRUG$ - treated cats , respectively ) .	RESULTS : The most was adverse event common vomiting ( 14.3 % and 2.4 % - @DRUG$ - and @DRUG$ of treated cats , respectively ) .	RESULTS : most common adverse event was vomiting 14.3 % 2.4 % of @DRUG$ - and @DRUG$ - treated cats , respectively ) .	The most common adverse event was vomiting (14.3% and 2.4% of @DRUG$- and @DRUG$-treated cats, respectively).	0
1	Most (87%) began @DRUG$ because of poor seizure control and 13% because of adverse events (AEs) with @DRUG$ or OXC.	Most ( 87 % ) began @DRUG$ because of poor seizure assure and bakers dozen % because of adverse events ( AEs ) with @DRUG$ or OXC .	Most ) 87 % ) began @DRUG$ because of poor seizure control % 13 and because of adverse events ( AEs ( with @DRUG$ or OXC .	( 87 % ) began @DRUG$ because of poor control and 13 % because of adverse events ( AEs ) with @DRUG$ or OXC .	Most people began taking @DRUG$ because their seizures were not well-controlled by @DRUG$ or OXC, and 13% began taking it because of adverse events they experienced with DRUGB or OXC.	0
0	@DRUG$ could not modify the intracellular concentrations of potassium, sodium, adenosine triphosphate, or @DRUG$ in either LK or HK erythrocytes, although it caused weak hemolysis in HK erythrocytes.	@DRUG$ could not modify the intracellular concentrations of potassium , atomic number  , adenosine triphosphate , or @DRUG$ in either LK or HK erythrocytes , although it stimulate weak haematolysis in HK erythrocytes .	@DRUG$ could not modify , intracellular concentrations adenosine potassium the sodium , of triphosphate , or @DRUG$ in either weak or HK erythrocytes , although it caused LK hemolysis in HK erythrocytes .	@DRUG$ could not modify the concentrations of potassium , sodium , adenosine triphosphate or @DRUG$ in either LK or HK erythrocytes , although it caused weak hemolysis in HK erythrocytes .	@DRUG$ does not seem to have any effect on the concentrations of potassium , sodium , adenosine triphosphate , or @DRUG$ inside erythrocytes , but it does cause them to break down in HK erythrocytes .	0
1	@DRUG$ is an oral cephalosporin which is similar to cephalexin and @DRUG$ in structure and spectrum of antibacterial activity, but has different pharmacokinetic properties.	@DRUG$ is an viva voce cephalosporin which is similar to cephalexin and @DRUG$ in structure and spectrum of bactericide activity , but has different pharmacokinetic properties .	@DRUG$ is an oral cephalosporin which is similar to cephalexin and @DRUG$ in structure properties spectrum of antibacterial activity , but has different pharmacokinetic and .	@DRUG$ an oral cephalosporin which is similar to cephalexin and @DRUG$ in and spectrum of antibacterial activity , but has different pharmacokinetic properties .	@DRUG$ is similar to @DRUG$ in structure and spectrum of antibacterial activity, but has different pharmacokinetic properties.	0
0	Included are historical and state of the art information on the in vitro activity, experimental in vivo activity, mode of action, pharmacokinetics, clinical studies, and uses and adverse reactions of imidazoles currently marketed (clotrimazole, miconazole, @DRUG$, ketoconazole, bifonazole, butoconazole, croconazole, fenticonazole, isoconazole, oxiconazole, sulconazole, and @DRUG$) and under development (aliconazole and omoconazole), as well as triazoles currently marketed (terconazole) and under development (fluconazole, itraconazole, vibunazole, alteconazole, and ICI 195,739).	Included are historical and state of the nontextual matter selective information on the in vitro activity , observational in vivo activity , fashion of process , pharmacokinetics , clinical studies , and consumption and adverse reactions of imidazoles currently market ( clotrimazole , miconazole , @DRUG$ , ketoconazole , bifonazole , butoconazole , croconazole , fenticonazole , isoconazole , oxiconazole , sulconazole , and @DRUG$ ) and under ontogeny ( aliconazole and omoconazole ) , as well as triazoles currently market ( terconazole ) and under ontogeny ( fluconazole , sporanox , vibunazole , alteconazole , and ICI 195,739 ) .	Included are historical and state of the art information on the in vitro activity , experimental in vivo ( , 195,739 ) action , currently , clinical studies , and uses and adverse under of imidazoles as marketed ( clotrimazole , miconazole , @DRUG$ , ketoconazole , bifonazole , butoconazole , croconazole , fenticonazole , isoconazole , oxiconazole , sulconazole , and @DRUG$ ) and under development activity aliconazole and omoconazole ) , as well currently triazoles pharmacokinetics marketed ( terconazole of and reactions development ( fluconazole , itraconazole , vibunazole , alteconazole , and ICI mode ) .	Included are historical and state of the information on the in vitro activity , experimental , mode action , pharmacokinetics , clinical studies and uses and reactions of imidazoles marketed clotrimazole , miconazole , @DRUG$ , ketoconazole , bifonazole , butoconazole , croconazole , fenticonazole , isoconazole , oxiconazole , sulconazole , and @DRUG$ ) and development aliconazole and omoconazole ) , well as triazoles currently marketed ( terconazole ) and under development ( fluconazole itraconazole , vibunazole , alteconazole , ICI 195,739 ) .	Imidazoles currently marketed ( clotrimazole , miconazole , ketoconazole , bifonazole , butoconazole , croconazole , fenticonazole , isoconazole , oxiconazole , sulconazole , and	1
0	Serum @DRUG$ was threefold to fivefold higher (p less than 0.05) in clomiphene-induced than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge, and @DRUG$ was increased (p less than 0.05) from the day of the surge to end of the cycle.	Serum @DRUG$ was threefold to fivefold higher ( p less than 0.05 ) in clomid - induced than in spontaneous cycle per second 8 and 10 clarence shepard day jr before the luteinizing endocrine surge , and @DRUG$ was increased ( p less than 0.05 ) from the day of the surge to ending of the cycle .	Serum @DRUG$ luteinizing threefold to fivefold the ( p less less 0.05 ) in clomiphene than induced than in spontaneous cycles 8 and 10 days before the - hormone surge , and @DRUG$ was increased ( p was than 0.05 ) from higher day of the surge to end of the cycle .	Serum @DRUG$ was threefold to fivefold ( p less than 0.05 ) in clomiphene - induced than in spontaneous cycles 8 and 10 days before the luteinizing surge , @DRUG$ was increased ( p less than 0.05 ) from the day of the surge to end of the .	Serum @DRUG$ was threefold to fivefold higher ( p less than 0.05 ) in clomiphene - induced than in spontaneous cycles 8 and 10 days before the luteinizing hormone surge , and @DRUG$ was increased ( p less than 0.05 ) from the	0
0	These results were supported by resting-cell experiments using strain SD4 and @DRUG$ or squalene @DRUG$ the substrate.	These results were supported by pillow -cell experiments using strain SD4 and @DRUG$ or squalene @DRUG$ the substrate .	-cell results were supported by resting These experiments using strain SD4 and @DRUG$ or squalene @DRUG$ the substrate .	These results were by resting -cell experiments using strain SD4 @DRUG$ or @DRUG$ the substrate .	The results of these experiments suggest that @DRUG$ is necessary for the production of @DRUG$ by strain SD4.	0
0	We randomly assigned participants to receive 1000 @DRUG$ of elemental [corrected] calcium as @DRUG$ carbonate with 400 IU of vitamin D3 daily or placebo.	We randomly assigned participants to receive 1000 @DRUG$ of elemental [ even off ] calcium as @DRUG$ carbonate with 400 IU of vitamin D3 casual or placebo .	placebo randomly assigned to participants receive 1000 @DRUG$ of elemental [ corrected ] calcium as @DRUG$ carbonate with 400 IU of vitamin D3 daily or We .	We randomly assigned participants to receive 1000 @DRUG$ elemental [ corrected ] as @DRUG$ carbonate IU vitamin D3 or placebo .	We randomly assigned participants to receive 1000 @DRUG$ of elemental [ corrected ] calcium as @DRUG$ carbonate with 400 IU of vitamin D3 daily or placebo .	0
0	Ceftolozane is distinguished from other cephalosporins by its potent activity versus Pseudomonas aeruginosa, including various drug-resistant phenotypes such as carbapenem, @DRUG$/tazobactam, and ceftazidime-resistant isolates, @DRUG$ well as those strains that are multidrug-resistant (MDR).	Ceftolozane is key from other cephalosporin by its potent activity versus Pseudomonas aeruginosa , including various drug-resistant phenotype such as carbapenem , @DRUG$ / tazobactam , and ceftazidime -resistant isolates , @DRUG$ swell as those strains that are multidrug -resistant ( MDR ) .	Ceftolozane is , from other cephalosporins Pseudomonas its potent activity MDR by aeruginosa , including various drug-resistant phenotypes versus as carbapenem , @DRUG$ / tazobactam distinguished and ceftazidime -resistant isolates , @DRUG$ well as those strains that are multidrug -resistant ( such ) .	Ceftolozane is other cephalosporins by its potent activity versus Pseudomonas aeruginosa , including various drug-resistant phenotypes such as carbapenem , @DRUG$ / tazobactam , and ceftazidime -resistant isolates , @DRUG$ well as those strains that are multidrug -resistant ( MDR ) .	Ceftolozane is a powerful antibiotic that is effective against Pseudomonas aeruginosa bacteria, including those that are resistant to other antibiotics, such as carbapenems, tazobactam, and ceftazidime. It is also effective against multid	1
0	To determine the distribution of paclitaxel in vivo, nude mice received 50 @DRUG$/kg of @DRUG$, elacridar or tariquidar p.o. (control: vehicle) 4 h before i.v. injection of 8 mg/kg of paclitaxel.	To fix the distribution of paclitaxel in vivo , nude statue mice received 50 @DRUG$ / kg of @DRUG$ , elacridar or tariquidar p.o. ( control : vehicle ) 4 total heat before i.v. shot of 8 mg / kg of paclitaxel .	To determine the distribution of paclitaxel in 8 , nude mice received 50 @DRUG$ / kg vivo @DRUG$ , elacridar or tariquidar p.o. ( kg of vehicle ) 4 h before i.v. injection of : mg / control of paclitaxel .	To determine the distribution of paclitaxel in vivo , nude mice received @DRUG$ / kg of @DRUG$ , elacridar or tariquidar p.o. ( control : vehicle ) 4 h before i.v. injection of mg / kg of paclitaxel .	Paclitaxel was distributed more widely in mice that received elacridar or tariquidar prior to injection, compared to control mice that received vehicle.	1
1	"METHODS: @DRUG$ profiles were measured in plasma, saliva and urine following ""physiological"" (20 mg oral) or ""stress"" (50 mg intravenous) doses of hydrocortisone in @DRUG$-suppressed healthy subjects (8 in each group), compared to endogenous cortisol levels (12 subjects)."	" METHODS : @DRUG$ profiles were measured in plasma , saliva and urine following " " physiological " " ( twenty mg oral ) or " " stress " " ( l mg endovenous ) doses of hydrocortisone in @DRUG$ - suppressed healthy subjects ( 8 in each group ) , compared to endogenous cortef charge ( xii subjects ) . "	" and : @DRUG$ profiles were measured in plasma , saliva METHODS ) following " " physiological " compared ( 20 mg . ) ( " " stress " levels ( 50 mg intravenous ) doses of hydrocortisone in @DRUG$ - suppressed healthy subjects ( 8 in each group ) , " to endogenous cortisol " or 12 subjects urine oral "	" METHODS : @DRUG$ profiles were measured in plasma , saliva and urine following " " " ( 20 mg oral ) " " stress " " ( 50 mg intravenous ) doses of hydrocortisone in @DRUG$ suppressed healthy subjects ( 8 in each group ) , compared to endogenous levels ( 12 subjects ) .	 METHODS : @DRUG$ profiles were measured in plasma , saliva and urine following " " physiological " " ( 20 mg oral ) or " " stress " " ( 50 mg intravenous ) doses of hydrocortisone in @DRUG$ - suppressed healthy subjects ( 8 in each group )	0
0	Development of an efficient enzymatic production of gamma-@DRUG$-glutamyl-@DRUG$ (SCV-07), a prospective medicine for tuberculosis, with bacterial gamma-glutamyltranspeptidase.	growth of an efficient enzymatic production of gamma- @DRUG$ - glutamyl- @DRUG$ ( SCV - 07 ) , a prospective medication for tuberculosis , with bacterial gamma-glutamyltranspeptidase .	an - Development efficient enzymatic production of gamma- @DRUG$ - glutamyl- @DRUG$ ( SCV of 07 ) , a prospective medicine for tuberculosis , with bacterial gamma-glutamyltranspeptidase .	of an efficient enzymatic production of gamma- @DRUG$ - glutamyl- @DRUG$ ( SCV - 07 ) , a prospective medicine for tuberculosis , with bacterial gamma-glutamyltranspeptidase .	The development of an efficient enzymatic production of gamma-glutamyl-@DRUG$ (SCV-07), a prospective medicine for tuberculosis, is reliant on the bacterial gamma-glutamyltranspeptidase.	1
1	@DRUG$ dose reduction and EPO use were more common in patients taking @DRUG$ compared with those not taking ZDV (P < 0.0001).	@DRUG$ dose reduction and EPO use were more common in patients taking @DRUG$ compared with those not taking zidovudine ( p < 0.0001 ) .	@DRUG$ dose reduction and EPO < were more common in ZDV taking @DRUG$ compared with those not taking patients ( P use 0.0001 ) .	@DRUG$ dose reduction and EPO use were more common in patients taking @DRUG$ compared with those not taking ZDV ( P 0.0001 ) .	Patients taking @DRUG$ were more likely to reduce their dose of @DRUG$ and to use EPO.	0
0	In part 1 of the study, patients were randomly assigned (1:1:1) via interactive response technology to receive either oral encorafenib 450 mg once daily plus oral binimetinib 45 mg twice daily (@DRUG$ plus binimetinib group), oral encorafenib 300 @DRUG$ once daily (encorafenib group), or oral vemurafenib 960 mg twice daily (vemurafenib group).	in part 1 of the analyse , patients were randomly assigned ( 1:1:1 ) via synergistic response technology to receive either oral encorafenib 450 mg once daily asset oral binimetinib 45 mg doubly daily ( @DRUG$ asset binimetinib group ) , oral encorafenib  @DRUG$ once daily ( encorafenib group ) , or oral vemurafenib 960 mg doubly daily ( vemurafenib group ) .	In part 1 of group study , patients oral randomly assigned ( 1:1:1 ) via interactive response technology plus receive to were encorafenib 450 mg once daily plus oral binimetinib 45 mg group daily ( @DRUG$ either binimetinib twice ) ( oral encorafenib 300 @DRUG$ once daily , encorafenib group ) , or oral vemurafenib 960 mg twice daily ( vemurafenib the ) .	In part 1 of the study , patients were randomly assigned ( 1:1:1 ) via interactive technology to receive either oral encorafenib mg once daily plus oral binimetinib 45 mg ( @DRUG$ plus binimetinib , oral encorafenib 300 @DRUG$ once daily ( encorafenib group ) or oral vemurafenib 960 mg daily ( vemurafenib group ) .	Patients in the @DRUG$ plus binimetinib group were randomly assigned ( 1:1:1 ) via interactive response technology to receive either oral encorafenib 450 mg once daily plus oral binimetinib 45 mg twice daily, oral encorafenib 300 mg once	1
0	METHODS: At least 7 days after receiving an initial single dose, twenty-eight patients received 0.5-3 @DRUG$/kg @DRUG$ thrice weekly for 4 weeks by intravenous infusion or subcutaneous injection.	METHODS : At to the lowest degree 7 days after receiving an initial i dose ,  - eight patients received 0.5 - 3 @DRUG$ / kg @DRUG$ thrice weekly for 4 weeks by intravenous infusion or subcutaneous injection .	METHODS : At least dose days after receiving an initial single 7 , twenty - eight patients received or - 3 @DRUG$ / 0.5 @DRUG$ thrice weekly for 4 weeks by intravenous infusion kg subcutaneous injection .	METHODS : At least 7 days after receiving an single dose , - eight received 0.5 - 3 @DRUG$ / kg @DRUG$ thrice weekly for 4 weeks by intravenous infusion or subcutaneous .	At least 7 days after receiving an initial single dose, twenty-eight patients received 0.5-3 @DRUG$/kg @DRUG$ thrice weekly for 4 weeks by intravenous infusion or subcutaneous injection.	0
0	Weighted @DRUG$ scores for spinosad- and @DRUG$-treated cats decreased 94.2% and 80.0% during the study, respectively.	Weighted @DRUG$ scores for spinosad - and @DRUG$ - treated cats decreased 94.2 % and 80.0 % during the canvass , severally .	Weighted @DRUG$ scores % for - and @DRUG$ - treated cats decreased 94.2 % and 80.0 spinosad during the study , respectively .	Weighted @DRUG$ scores for spinosad - and @DRUG$ - treated cats decreased 94.2 and 80.0 % during study , respectively .	Spinosad - treated cats had a 94.2 % decrease in weighted @DRUG$ scores, while @DRUG$ - treated cats had an 80.0 % decrease in weighted DRUGA scores.	0
0	Combination of LErafAON (i.v., 25 mg/kg/dose, x10/13) with gemcitabine (i.v., 75 mg/kg/dose, x4/6) also caused a significant tumor growth inhibition in the two pancreatic carcinoma models studied (Aspc-1: LErafAON+gemcitabine versus gemcitabine, p<0.0001, n=7; Colo 357: @DRUG$+@DRUG$ versus gemcitabine, p<0.002, n =5).	Combination of LErafAON ( i.v. , 25 mg/kg / social disease , x10/13 ) with gemcitabine ( i.v. , 75 atomic number  /kg / social disease , x4/6 ) also caused a significant tumour growth forbiddance in the two pancreatic carcinoma models studied ( Aspc - ane : LErafAON + gemcitabine versus gemcitabine , p<0.0001 , n=7 ; Colo 357 : @DRUG$ +@DRUG$ versus gemcitabine , p<0.002 , nitrogen =5 ) .	Combination of LErafAON ( i.v. , 25 dose / mg/kg , x10/13 ) with gemcitabine ( i.v. , 75 mg ( / dose , x4/6 studied also caused Aspc significant tumor growth inhibition in the ; pancreatic carcinoma models ) /kg a - 1 : LErafAON + gemcitabine versus gemcitabine , p<0.0001 , n=7 two Colo 357 : @DRUG$ +@DRUG$ ) gemcitabine , p<0.002 , n =5 versus .	Combination of LErafAON ( i.v. , 25 mg/kg / dose , x10/13 ) with gemcitabine ( i.v. , 75 mg /kg / dose , also caused a tumor growth in the two pancreatic carcinoma models studied ( Aspc - 1 : LErafAON + gemcitabine versus gemcitabine , p<0.0001 , n=7 ; Colo 357 : @DRUG$ +@DRUG$ versus gemcitabine , , =5 ) .	Combination of LErafAON ( i.v. , 25 mg/kg / dose , x10/13 ) with gemcitabine ( i.v. , 75 mg /kg / dose , x4/6 ) also caused a significant tumor growth inhibition in the two pancreatic	1
0	New DNA synthesis, VEGF, BMP-2, @DRUG$ activity, bone sialoprotein, osteopontin expression, and mineralization were determined by [(3)H] @DRUG$ incorporation assay, ELISA, biochemical assay, western blotting, and Alizarin Red staining, respectively.	fresh DNA deductive reasoning , VEGF , BMP -2 , @DRUG$ activity , bone sialoprotein , osteopontin expression , and mineralization were determined by [ ( 3 ) H ] @DRUG$ incorporation assay , ELISA , biochemical assay , western blotting , and Alizarin reddish staining , severally .	New DNA synthesis , VEGF , , -2 , @DRUG$ activity , 3 sialoprotein , osteopontin expression , and mineralization were determined biochemical [ ( bone ) H ] @DRUG$ incorporation assay , ELISA , by assay BMP western blotting , and Alizarin Red staining , respectively .	New DNA synthesis , VEGF , BMP -2 , @DRUG$ activity , bone sialoprotein , osteopontin expression , and mineralization were determined by [ ( 3 ) H ] @DRUG$ assay , ELISA , biochemical assay , western blotting , and Alizarin Red staining .	New DNA synthesis, VEGF, BMP-2, @DRUG$ activity, bone sialoprotein, osteopontin expression, and mineralization were determined by [ (3)H]@DRUG$ incorporation assay, ELISA, biochemical assay, western blotting, and Al	0
0	In contrast, vacuolation has not yet been demonstrated with agents acting at the @DRUG$ (@DRUG$-687,414) or polyamine (eliprodil) modulatory sites of the NMDA receptor complex suggesting that agents acting at these sites may have a greater potential therapeutic window.	In contrast , vacuolation has not yet been demonstrated with agents performing at the @DRUG$ ( @DRUG$ - 687,414 ) or polyamine ( eliprodil ) modulatory sites of the NMDA sense organ complex hint that agents performing at these sites may have a great potential therapeutic window .	not contrast , vacuolation acting In yet been demonstrated with agents has at the @DRUG$ sites @DRUG$ - 687,414 polyamine or ) ( eliprodil ) modulatory sites of the NMDA receptor complex suggesting that agents acting at these ( may have a greater potential therapeutic window .	In contrast has not yet been demonstrated with agents the @DRUG$ ( @DRUG$ 687,414 ) or polyamine ( eliprodil ) modulatory sites of the NMDA receptor complex suggesting that agents acting at these sites may have a greater potential therapeutic window .	agents acting at the @DRUG$ site may have a greater potential therapeutic window	1
0	CGS 20267 is a new non-steroidal compound which potently inhibits aromatase in vitro (IC50 of 11.5 nM) and in vivo (ED50 of 1-3 micrograms/kg @DRUG$.o.), CGS 20267 maximally inhibits estradiol production in vitro in LH-stimulated hamster ovarian tissue at 0.1 microM with an IC50 of 0.02 microM and does not significantly affect @DRUG$ production up to 350 microM.	CGS 20267 is a fresh non-steroidal compound which potently inhibits aromatase in vitro ( IC50 of 11.5 millimicron ) and in vivo ( ED50 of ace - 3 micrograms / kilo @DRUG$ .o. ) , CGS 20267 maximally inhibits estradiol production in vitro in luteinizing hormone - stimulated hamster ovarian tissue paper at 0.1 microM with an IC50 of 0.02 microM and does not importantly affect @DRUG$ production up to 350 microM .	in 3 is a new non-steroidal compound which potently inhibits aromatase in vitro ( IC50 microM 11.5 nM ) and in vivo ( ED50 of 1 - 20267 micrograms / kg @DRUG$ .o. ) , of 20267 maximally inhibits estradiol 0.1 IC50 vitro in LH - stimulated hamster ovarian tissue at production microM with an CGS of to microM and does not significantly affect @DRUG$ production up 0.02 350 CGS .	CGS 20267 is a new non-steroidal compound which inhibits aromatase in vitro ( of 11.5 nM ) and in vivo ( ED50 of 1 - 3 micrograms / kg @DRUG$ .o. ) , CGS 20267 maximally inhibits estradiol production in vitro in LH - stimulated tissue 0.1 microM with an IC50 of 0.02 microM and does not significantly affect @DRUG$ production to 350 microM .	CGS 20267 is a new non-steroidal compound which potently inhibits aromatase in vitro ( IC50 of 11.5 nM ) and in vivo ( ED50 of 1 - 3 micrograms / kg @DRUG$ .o. ) , CGS 20267 maximally	1
1	@DRUG$ and other 5-HT(3)-receptor antagonists are first-line agents for acute chemotherapy-induced nausea and vomiting (CINV), whereas combination therapy with @DRUG$(3)-receptor antagonists, dexamethasone and neurokinin (NK)-1 receptor antagonism (i.e., with the recently approved aprepitant) is an effective approach to prevent delayed CINV.	@DRUG$ and other  - HT ( trinity ) - receptor antagonists are first-line agents for acute chemotherapy - cause nausea and regurgitate ( CINV ) , whereas combination therapy with @DRUG$ ( trinity ) - receptor antagonists , dexamethasone intensol and neurokinin ( NK ) - 1 receptor antagonism ( id est , with the recently approved aprepitant ) is an effective approach to prevent delayed CINV .	@DRUG$ and other 5 first-line an ( 3 ) - receptor antagonists are - agents for acute chemotherapy - induced nausea ( vomiting ( CINV ) approved whereas combination therapy with @DRUG$ ( i.e. ) - receptor antagonists , dexamethasone and neurokinin prevent NK ) - 1 receptor antagonism ( 3 , with the recently , aprepitant ) is HT effective approach to and delayed CINV .	@DRUG$ and other 5 - HT ( 3 ) - receptor antagonists are agents for acute chemotherapy - induced nausea and ( ) , whereas therapy with @DRUG$ ( 3 - receptor antagonists , dexamethasone neurokinin ( NK ) - 1 receptor ( i.e. , recently approved aprepitant ) is effective approach to delayed CINV .	@DRUG$ is a first-line agent for acute chemotherapy-induced nausea and vomiting, while @DRUG$ is an effective approach to prevent delayed CINV.	0
0	The catalytic efficiency of CES1A1 for l-methylphenidate (k(cat)/K(m) = 7.7 mM(-1) min(-1)) is greater than that of d-methylphenidate (k(cat)/@DRUG$(@DRUG$) = 1.3-2.1 mM(-1) min(-1)).	The catalytic efficiency of CES1A1 for l-methylphenidate ( k( cat o nine tails ) / K( m ) = 7.7 millimeter ( -  ) min dialect ( -  ) ) is big than that of d-methylphenidate ( k( cat o nine tails ) / @DRUG$ ( @DRUG$ ) = 1.3-2.1 millimeter ( -  ) min( -  ) ) .	The = efficiency of CES1A1 for l-methylphenidate ) k( cat ) / K( m ) = 7.7 mM ( - 1 ) min ( 1 1 catalytic ) is greater than that of d-methylphenidate ( k( cat ) - @DRUG$ ( @DRUG$ ) ) 1.3-2.1 mM ( - 1 ( min( - / ) ) .	The catalytic efficiency of CES1A1 for l-methylphenidate ( k( cat ) / K( m = 7.7 mM ( - 1 ) min ( - 1 ) ) is greater than that of d-methylphenidate ( k( cat ) / @DRUG$ ( @DRUG$ ) = 1.3-2.1 mM ( - 1 ) min( - ) ) .	The catalytic efficiency of CES1A1 for l-methylphenidate ( k( cat ) / K( m ) = 7.7 mM ( - 1 ) min ( - 1 ) ) is greater than that of d-methylphenidate ( k( cat ) / @DRUG$ (	1
0	@DRUG$ ferrets were used in a crossover study to determine the anesthetic effects of intramuscular (I.@DRUG$.) medetomidine (80 microg/kg body weight), medetomidine (80 microg/kg body weight)-butorphanol (0.1 mg/kg body weight), medetomidine (80 microg/kg body weight)-ketamine (5 mg/kg body weight), and medetomidine (80 microg/kg body weight)-butorphanol (0.1 mg/kg body weight)-ketamine (5 mg/kg body weight).	@DRUG$ ferret were utilise in a crossover written report to square up the anesthetic agent event of intramuscular ( I.@DRUG$ . ) medetomidine ( 80 microg / kilo trunk angle ) , medetomidine ( 80 microg / kilo trunk angle ) - butorphanol ( 0.1 mg / kilo trunk angle ) , medetomidine ( 80 microg / kilo trunk angle ) - ketamine ( v mg / kilo trunk angle ) , and medetomidine ( 80 microg / kilo trunk angle ) - butorphanol ( 0.1 mg / kilo trunk angle ) - ketamine ( v mg / kilo trunk angle ) .	@DRUG$ ferrets were used in a crossover study microg determine the anesthetic effects weight intramuscular ( body . ) medetomidine ( 80 microg / 5 body weight ) , medetomidine ( body microg kg kg body weight ) kg butorphanol ) 0.1 body / kg I.@DRUG$ weight ) , medetomidine ( 80 to / / body of ) - ketamine ( 5 mg / kg 80 weight ) , and medetomidine ( 80 microg / - body weight ) - butorphanol ( 0.1 mg / kg body weight ( - ketamine ( kg mg / kg mg weight ) .	@DRUG$ were used in crossover study to determine the anesthetic effects of intramuscular ( I.@DRUG$ . ) medetomidine ( 80 microg / kg body weight ) , medetomidine ( 80 microg / kg body weight ) - butorphanol ( 0.1 mg / kg body weight ) , medetomidine 80 microg / kg body weight ) - ketamine ( 5 mg / kg body weight , and medetomidine ( microg / body weight ) - butorphanol ( 0.1 mg / kg body weight ) - ketamine ( 5 mg / kg body weight ) .	Ferrets were used in a crossover study to determine the anesthetic effects of intramuscular injections of medetomidine, medetomidine-butorphanol, medetomidine-ketamine, and medetomidine-butorphanol-ketamine.	1
1	Desvenlafaxine (DESV) is a newer antidepressant, which inhibits @DRUG$-norepinephrine reuptake neurotransmission, similarly to venlafaxine, milnacipran and @DRUG$.	Desvenlafaxine ( DESV ) is a newer antidepressant , which inhibits @DRUG$ - noradrenaline re uptake neurotransmission , similarly to venlafaxine , milnacipran and @DRUG$ .	Desvenlafaxine ( , ) is a newer and DESV which inhibits @DRUG$ - norepinephrine reuptake neurotransmission , similarly to venlafaxine , milnacipran antidepressant @DRUG$ .	Desvenlafaxine ( DESV ) a newer antidepressant , which inhibits @DRUG$ - norepinephrine reuptake neurotransmission , similarly to venlafaxine , milnacipran and @DRUG$ .	Desvenlafaxine ( DESV ) is a newer antidepressant that inhibits the neurotransmission of norepinephrine, similarly to venlafaxine, milnacipran, and other antidepressants.	1
1	@DRUG$ 30 microM did not inhibit the pressor responses induced by KCl (20 and 60 mumol) which were markedly reduced by 1 microM @DRUG$.	@DRUG$ 30 microM did not inhibit the pressor responses induced by KCl ( twenty and lx mumol ) which were markedly reduced by 1 microM @DRUG$ .	@DRUG$ 30 microM did not inhibit the pressor responses induced markedly KCl ( 20 by 60 mumol ) which were and reduced by 1 microM @DRUG$ .	@DRUG$ microM did not inhibit the pressor responses induced by KCl ( 20 and 60 mumol ) which were markedly reduced by microM @DRUG$ .	@DRUG$ does not inhibit the pressor responses induced by KCl ( 20 and 60 mumol ) which were markedly reduced by 1 microM @DRUG$ .	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-@DRUG$ polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, @DRUG$, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially available viva and injectable solvent conceptualisation reveals that the solubilizing excipients admit weewee - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetter ( Cremophor EL , Cremophor RH 40 , Cremophor RH lx , d-@DRUG$ polyethylene glycol  succinate , polysorbate 20 , polysorbate 80 , Solutol HS fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , weewee - indissoluble lipide ( beaver oil , corn oil , cottonseed oil , olea europaea oil , peanut oil , peppermint candy oil , false saffron oil , sesame oil , soybean plant oil , hydrogenated vegetable anele , hydrogenated soybean plant oil , and medium- ernst boris chain triglycerides of coconut oil and palm seed oil ) , organic liquidness / semi-solids ( beeswax , d-alpha-tocopherol , @DRUG$ , medium-chain mono- and diglycerides ) , several cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A , of hydrogenated available oral and , solution Cremophor , that the solubilizing excipients include water triglycerides castor organic oil ( polyethylene 40 300 , polyethylene glycol 400 , ethanol , propylene glycol vegetable glycerin surfactants N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) 400 non-ionic , ( Cremophor EL , Cremophor RH glycol organic formulations RH 60 , d-@DRUG$ polyethylene glycol 1000 succinate , polysorbate 20 injectable Labrafil 80 Labrafil Solutol HS 15 , sorbitan monooleate , poloxamer commercially , , M-1944CS , polysorbate M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and and mono- di-fatty and esters of PEG 300 , , , or 1750 ) , water - insoluble lipids ( soluble oil , corn oil , cottonseed solvents , olive oil , peanut oil , peppermint oil review safflower oil , sesame oil , soybean oil , hydrogenated , oils , L-alpha-dimyristoylphosphatidylcholine soybean oil , and medium- chain - of coconut oil and palm seed oil ) , , liquids / semi-solids ( beeswax , d-alpha-tocopherol , @DRUG$ , medium-chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin reveals and sulfobutylether - beta-cyclodextrin ) , acid phospholipids ( 407 soy phosphatidylcholine , distearoylphosphatidylglycerol , hydrogenated , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents polyethylene glycol 300 , polyethylene glycol 400 , , propylene glycol , glycerin , N-methyl - - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic ( Cremophor , Cremophor RH 40 , Cremophor RH 60 , d-@DRUG$ polyethylene glycol succinate , polysorbate 20 polysorbate 80 , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , M-2125CS , Labrasol , Gellucire 44/14 Softigen , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , water - insoluble oil , corn , cottonseed oil olive , peanut oil , peppermint oil , safflower , sesame oil , soybean oil , hydrogenated vegetable oils , soybean oil , and medium- triglycerides of coconut oil and palm seed oil ) , organic liquids / ( beeswax , d-alpha-tocopherol , @DRUG$ , medium-chain mono- and diglycerides ) various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	However, path analysis indicated that the direct effect of @DRUG$ was to worsen glycemic control whereas depression improvement had an independent beneficial effect on glycated @DRUG$.	However , path depth psychology point that the direct effect of @DRUG$ was to worsen glycemic control whereas depression improvement had an independent beneficial effect on glycated @DRUG$ .	was , path analysis indicated that the direct effect of @DRUG$ However to worsen glycemic control whereas independent improvement had an depression beneficial effect on glycated @DRUG$ .	However , path analysis indicated that the direct effect of @DRUG$ was to worsen glycemic control whereas depression improvement had an independent beneficial effect on glycated @DRUG$ .	@DRUG$ has a direct negative effect on glycemic control, while improvement in depression has a positive independent effect on glycated @DRUG$ .	0
0	The pattern of distribution of kp10 immunoreactivity in the hypothalamus suggests a role for kisspeptin in the estrogen-dependent regulation of @DRUG$ and @DRUG$ secretion in the ewe.	The pattern of distribution of kp10 immunoreactivity in the hypothalamus propose a role for kisspeptin in the estrogen- hooked regulation of @DRUG$ and @DRUG$ secretion in the ewe .	pattern The of distribution of kp10 immunoreactivity in the hypothalamus suggests a role for kisspeptin in the estrogen- dependent regulation of @DRUG$ ewe @DRUG$ secretion in the and .	The pattern of distribution of kp10 immunoreactivity in the hypothalamus suggests a role for kisspeptin in the estrogen- dependent regulation of @DRUG$ and @DRUG$ secretion in the ewe	Kisspeptin may play a role in the estrogen-dependent regulation of @DRUG$ and @DRUG$ secretion in ewes.	0
0	Subjects with a sitting diastolic blood pressure (DBP) > or = 95 mmHg were randomized to monotherapy with placebo, moexipiril 7.5 mg o.d., moexipril 15 @DRUG$ o.@DRUG$. or HCTZ 25 mg o.d. for 8 weeks.	Subjects with a sitting diastolic ancestry pressure ( DBP ) > or = 95 mmHg were randomized to monotherapy with placebo , moexipiril 7.5 magnesium overdose , moexipril xv @DRUG$ o.@DRUG$ . or HCTZ 25 magnesium overdose for 8 weeks .	Subjects for a sitting diastolic blood pressure ( DBP ) randomized = or 15 mmHg were > to monotherapy with placebo , moexipiril 7.5 mg o.d. , moexipril 95 @DRUG$ o.@DRUG$ . or HCTZ 25 mg o.d. with 8 weeks .	Subjects a sitting diastolic pressure ( DBP ) > or = 95 mmHg were randomized to placebo , moexipiril 7.5 mg o.d. , moexipril 15 @DRUG$ o.@DRUG$ . or HCTZ 25 mg o.d. for 8 weeks .	Subjects with a sitting diastolic blood pressure ( DBP ) > or = 95 mmHg were randomized to monotherapy with placebo , moexipiril 7.5 mg o.d. , moexipril 15 mg o.d. , or HCTZ 25 mg	1
0	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol, new generation antipsychotics represented by risperidone, olanzapine, @DRUG$, quetiapine, and aripiprazole, @DRUG$ well as, with those of preferential D2/3, D4, 5-HT1A, 5-HT2A, 5-HT2C, alpha1, and alpha2 receptor ligands.	The effect of sertindole was equate to those find with the denotation antipsychotic drugs clozapine and haloperidol , new coevals antipsychotics represented by risperidone , olanzapine , @DRUG$ , quetiapine , and aripiprazole , @DRUG$ intimately as , with those of discriminatory D2/3 , D4 , 5 - HT1A , 5 - HT2A , 5 - HT2C , alpha1 , and alpha2 receptor ligands .	D2/3 effect of sertindole , compared to those obtained with the reference D4 drugs clozapine and haloperidol , new generation antipsychotics represented by risperidone , olanzapine , @DRUG$ , quetiapine antipsychotic and aripiprazole , @DRUG$ well as , with those The preferential of 5 was , 5 - HT1A , , - HT2A , 5 - HT2C , alpha1 , and alpha2 receptor ligands .	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol new generation antipsychotics represented by risperidone , @DRUG$ , quetiapine , and aripiprazole , @DRUG$ well , with those of preferential D2/3 , D4 , 5 - HT1A , 5 - HT2A , 5 - HT2C alpha1 , and alpha2 receptor ligands .	The effect of sertindole was compared to those obtained with the reference antipsychotic drugs clozapine and haloperidol , new generation antipsychotics represented by risperidone , olanzapine , @DRUG$ , quetiapine , and arip	1
0	At confluency, medium was replaced with 100 microL of varying concentrations of preservatives: benzalkonium chloride (BAK), methyl paraben (MP), sodium perborate (SP), chlorobutanol (Cbl), and stabilized @DRUG$ (Thi); varying concentrations of buffer: @DRUG$; media (viable control); and formalin (dead control).	At confluency , medium was interchange with 100 microL of varying concentrations of preservative : benzalkonium chloride ( BAK ) , methyl radical paraben ( MP ) , sodium perborate ( SP ) , chlorobutanol ( Cbl ) , and stabilized @DRUG$ ( Thi ) ; varying concentrations of buffer : @DRUG$ ; media ( executable control ) ; and formol ( bushed control ) .	At confluency , medium was replaced with 100 microL of Cbl concentrations , preservatives : benzalkonium chloride ( ( ) of methyl paraben ( MP ) , sodium perborate BAK SP ) , chlorobutanol dead varying ) ) ) stabilized @DRUG$ ( Thi and ; varying concentrations of buffer : @DRUG$ ; media ( viable control , ; and formalin ( ( control ) .	At confluency , medium was replaced with 100 microL of varying concentrations of preservatives : benzalkonium chloride ( ) , methyl paraben ( MP ) , sodium perborate ( SP ) , chlorobutanol ( Cbl ) , and stabilized @DRUG$ ( Thi ) ; varying concentrations of buffer : @DRUG$ ; media ( viable control ) ; formalin ( dead control ) .	At confluency, medium was replaced with 100 microL of varying concentrations of preservatives: benzalkonium chloride (BAK), methyl paraben (MP), sodium perborate (SP), chlorobutanol (Cbl), and stabilized @DRUG$ (Thi); varying	1
0	Aliskiren 150 mg is as effective @DRUG$ @DRUG$ 150 mg in lowering blood pressure.	Aliskiren 150 mg is as effective @DRUG$ @DRUG$ 150 mg in lowering rake pressure .	Aliskiren lowering mg is as effective @DRUG$ @DRUG$ 150 mg in 150 blood pressure .	Aliskiren 150 mg is as effective @DRUG$ @DRUG$ 150 mg in lowering blood pressure .	Aliskiren 150 mg is as effective as @DRUG$ 150 mg in lowering blood pressure.	1
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/@DRUG$, enalapril 10 or 20 mg/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/d, @DRUG$ 20 mg/d, perindopril 4 mg/d, and verapamil ER 120 to 240 mg/d.	In comparative trials in the management of hypertension , mavik 1 to quartet mg /d was statistically indistinguishable from or superior to captopril 100 mg / @DRUG$ , vasotec  or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 mg /d , nifedipine emergency room 30 or 40 mg/d , @DRUG$ 20 mg /d , perindopril quartet mg /d , and isoptin emergency room 120 to 240 mg/d .	captopril comparative trials in the management of hypertension , trandolapril 1 to , mg /d was statistically indistinguishable mg or superior to In 100 mg / @DRUG$ , enalapril 10 or , mg /d 4 hydrochlorothiazide ( HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg/d 20 @DRUG$ 20 from /d , ER 4 mg /d 120 and verapamil perindopril , to 240 mg/d .	In comparative trials management hypertension , trandolapril 1 to 4 mg /d was statistically indistinguishable from or superior to captopril 100 mg / @DRUG$ , enalapril 10 or 20 mg /d , hydrochlorothiazide HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg/d , @DRUG$ 20 mg /d , perindopril 4 mg /d , and verapamil ER 120 to 240 mg/d .	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
0	These results unequivocally establish NPC1L1 @DRUG$ the direct target of @DRUG$ and should facilitate efforts to identify the molecular mechanism of cholesterol transport.	These solution unequivocally establish NPC1L1 @DRUG$ the direct target of @DRUG$ and should facilitate exertion to identify the molecular mechanism of cholesterol transport .	unequivocally results These establish NPC1L1 @DRUG$ the molecular target of @DRUG$ and should facilitate efforts to identify the direct mechanism of cholesterol transport .	These unequivocally establish NPC1L1 @DRUG$ the direct target of @DRUG$ and should facilitate efforts to identify the molecular mechanism of cholesterol transport .	@DRUG$ is the direct target of @DRUG$.	0
0	CONCLUSIONS: @DRUG$ was more effective than placebo and is safe and well tolerated @DRUG$ migraine prophylaxis.	CONCLUSIONS : @DRUG$ was more effective than placebo and is safe and comfortably tolerated @DRUG$ migraine prophylaxis .	CONCLUSIONS : @DRUG$ tolerated more effective than placebo and is safe and well was @DRUG$ migraine prophylaxis .	CONCLUSIONS : @DRUG$ was more effective than placebo and is safe and well tolerated @DRUG$ migraine prophylaxis .	@DRUG$ was more effective than placebo and is safe and well tolerated for migraine prophylaxis.	1
0	A fixed combination of brimonidine and timolol, available in some countries, reduces IOP @DRUG$ effectively as concomitant therapy with @DRUG$ and timolol and offers the convenience of 2 drugs in a single eyedrop.	A mend combination of brimonidine and timolol , available in some countries , reduces IOP @DRUG$ effectively as concomitant therapy with @DRUG$ and timolol and offers the convenience of deuce drug in a single eyedrop .	A fixed combination , 2 and timolol of available in some countries , reduces the @DRUG$ effectively as concomitant therapy with @DRUG$ and timolol and offers IOP convenience of brimonidine drugs in a single eyedrop .	A fixed of brimonidine and timolol , available in some countries , reduces IOP @DRUG$ effectively as therapy with @DRUG$ and timolol and offers the convenience of 2 in a single eyedrop .	@DRUG$ is an effective treatment for lowering IOP when used in combination with @DRUG$ and timolol.	0
0	Pgp also pumped eslicarbazepine @DRUG$ and oxcarbazepine, as well @DRUG$ their active metabolite (S)-licarbazepine.	Pgp also wired eslicarbazepine @DRUG$ and oxcarbazepine , as well @DRUG$ their active agent metabolite ( S ) - licarbazepine .	Pgp also licarbazepine pumped @DRUG$ and oxcarbazepine , as well @DRUG$ their active metabolite ( S ) - eslicarbazepine .	Pgp also pumped eslicarbazepine @DRUG$ and oxcarbazepine , as well @DRUG$ their active metabolite ( S ) - licarbazepine .	Pgp also pumped eslicarbazepine and oxcarbazepine , as well as their active metabolite ( S ) - licarbazepine .	1
0	For the @DRUG$ 25 mg/kg @DRUG$.o. dose, plasma Cmax values of TP and T were 100 times less than those of cortisol.	For the @DRUG$  mg / kg @DRUG$.o. dose , plasma Cmax values of TP and T were 100 times lupus erythematosus than those of cortisol .	For the cortisol 25 mg / kg @DRUG$.o. dose , plasma Cmax values of TP and T were 100 times @DRUG$ than those of less .	For the @DRUG$ 25 mg / kg @DRUG$.o. dose , plasma Cmax of TP and were 100 times less than those of cortisol	For the @DRUG$ 25 mg / kg @DRUG$.o. dose, plasma Cmax values of TP and T were 100 times less than those of cortisol.	0
0	Suriclone binding sites are, like @DRUG$ sites, protected from thermal inactivation by @DRUG$ (GABA) (10 microM), but only flunitrazepam binding is enhanced by GABA.	Suriclone truss sites are , care @DRUG$ sites , protected from thermal inactivation by @DRUG$ ( gamma aminobutyric acid ) ( 10 microM ) , but only flunitrazepam truss is enhanced by gamma aminobutyric acid .	Suriclone binding sites , , like @DRUG$ sites are protected from , inactivation by @DRUG$ ( GABA ) ( 10 microM ) thermal but only binding flunitrazepam is enhanced by GABA .	Suriclone binding sites are , @DRUG$ sites , protected from thermal inactivation @DRUG$ ( GABA ) ( 10 microM ) , but only flunitrazepam binding enhanced by GABA	@DRUG$ sites are protected from thermal inactivation by @DRUG$ ( GABA ), but only flunitrazepam binding is enhanced by GABA .	0
0	METHODS: In this multicenter, double-blind, placebo-controlled phase I study, 13 subjects were randomized to single-dose intravenous placebo or 1 mg/kg @DRUG$ (day 0; cohort 1), and 14 subjects were randomized to 3 monthly subcutaneous doses of placebo or 100 or 200 @DRUG$ of benralizumab (days 0, 28, and 56; cohort 2).	METHODS : In this multicenter , bivalent - blind , placebo- controlled phase I study , 13 subjects were randomized to single - window pane intravenous placebo or 1 milligram / kilo @DRUG$ ( day zero ; age group 1 ) , and 14 subjects were randomized to 3 monthly subcutaneous doses of placebo or 100 or  @DRUG$ of benralizumab ( days zero , 28 , and 56 ; age group 2 ) .	subjects - In this multicenter , double : blind , placebo- kg phase I study , 13 to were randomized to single - dose intravenous placebo or 1 mg / controlled @DRUG$ ( day 0 ; cohort 1 ) , and ( subjects were randomized METHODS 3 monthly subcutaneous doses of placebo or 100 or ) @DRUG$ of benralizumab 14 days 0 , 28 , and 200 ; cohort 2 56 .	METHODS : In this multicenter , - blind , placebo- controlled phase I study , 13 subjects were randomized single dose intravenous placebo or 1 mg / kg @DRUG$ ( day 0 ; cohort 1 ) , 14 were randomized to 3 monthly subcutaneous doses of placebo or 100 or 200 @DRUG$ of benralizumab ( days 0 , 28 , and 56 ; 2 ) .	In this study, subjects were randomized to receive a single dose of intravenous @DRUG$ or placebo, and then were randomized to receive 3 monthly doses of subcutaneous placebo or benralizumab.	1
0	The killing action of marbofloxacin had the characteristics of concentration dependency against @DRUG$. haemolytica and @DRUG$-dependency (on time and concentration) against P. multocida.	The killing action of marbofloxacin had the characteristics of assiduousness dependency against @DRUG$ . haemolytica and @DRUG$ - dependency ( on fourth dimension and assiduousness ) against P. multocida .	The and action dependency marbofloxacin had the characteristics of concentration of against @DRUG$ . haemolytica and @DRUG$ - dependency ( on time killing concentration ) against P. multocida .	killing action of marbofloxacin had the of concentration dependency against . haemolytica and @DRUG$ dependency ( on time and concentration ) against P. .	The more marbofloxacin is concentrated, the more it kills @DRUG$ . haemolytica . However, the relationship between marbofloxacin and P. multocida is not as clear-cut; the concentration of marbofloxac	1
0	In this group of patients, ADL scores improved in the entacapone group (p < 0.01 v placebo), and there was also a 40 @DRUG$ reduction in levodopa requirement (@DRUG$ < 0.01 v placebo).	in this group of patients , ADL scores improved in the entacapone group ( p < 0.01 v placebo ) , and there was too a  @DRUG$ reduction in larodopa requirement ( @DRUG$ < 0.01 v placebo ) .	In also group of patients , ADL ) improved in the this group ( p < 0.01 v placebo scores , and there was entacapone a 40 @DRUG$ reduction in levodopa requirement ( @DRUG$ < 0.01 v placebo ) .	In this group of , ADL scores improved in the entacapone group ( p < 0.01 v placebo ) , and there was also a 40 @DRUG$ reduction in levodopa requirement ( @DRUG$ < 0.01 v placebo .	In this group of patients, ADL scores improved more in the entacapone group than in the placebo group, and there was also a greater reduction in levodopa requirement in the entacapone group than in the placebo group.	1
0	Similarly, there was a significant increase in high-density lipoprotein cholesterol at the end of 12 weeks (10% increase in @DRUG$ @DRUG$ group and 9% increase in micronized fenofibrate group); but the difference between the group was not statistically significant (P = 0.598).	Similarly , there was a substantial increase in high-density lipoprotein cholesterin at the remnant of 12 calendar week ( 10 % increase in @DRUG$ @DRUG$ group and niner % increase in micronized fenofibrate group ) ; but the difference between the group was not statistically substantial ( P = 0.598 ) .	Similarly , cholesterol was end significant increase in high-density lipoprotein P there ; a of 12 weeks ( 10 % increase in @DRUG$ @DRUG$ group and 9 % increase in micronized fenofibrate group ) the but the difference between the group was not statistically significant ( at = 0.598 ) .	Similarly , there was a increase in high-density lipoprotein cholesterol at the end of 12 weeks ( 10 % increase in @DRUG$ @DRUG$ group 9 % increase in micronized fenofibrate group ) but the difference between the group was not statistically significant ( P 0.598 ) .	There was a significant increase in high-density lipoprotein cholesterol at the end of 12 weeks ( 10 % increase in @DRUG$ @DRUG$ group and 9 % increase in micronized fenofibrate group ); but the difference between the group was not statistically significant ( P = 0	0
0	This article reviews the pharmacology, mechanism of action, and pharmacokinetic properties of @DRUG$, as well @DRUG$ nelarabine's clinical efficacy in T-ALL, T-LBL, and other hematologic malignancies.	This article reviews the pharmacology , mechanics of action , and pharmacokinetic properties of @DRUG$ , as well @DRUG$ nelarabine 's clinical efficacy in T-ALL , T-LBL , and other haematological malignance .	This article , the pharmacology , mechanism of action , and and properties of @DRUG$ T-ALL as well @DRUG$ nelarabine 's clinical efficacy in , , T-LBL reviews pharmacokinetic other hematologic malignancies .	This article reviews the pharmacology , mechanism of action , and pharmacokinetic properties of @DRUG$ , as well @DRUG$ nelarabine 's clinical efficacy in T-ALL , T-LBL , and hematologic malignancies .	@DRUG$ is a drug that has been found to be effective in treating T-ALL, T-LBL, and other hematologic malignancies. @DRUG$ is a drug that is structurally similar to DRUGA, and is also effective in treating these types of cancer.	0
0	This study was aimed to determine whether @DRUG$-glycoprotein (P-gp) plays functional and preventive role in cellular accumulation and cytotoxicity of @DRUG$ and its active metabolite amrubicinol by in vitro transport and toxicity experiments.	This study was aimed to mold whether @DRUG$ - glycoprotein ( P- general practitioner ) plays functional and hitch role in cellular accumulation and cytotoxicity of @DRUG$ and its active metabolite amrubicinol by in vitro transport and toxicity experiments .	This study functional aimed to determine metabolite @DRUG$ - glycoprotein ( P- gp ) plays was and preventive role in cellular accumulation and cytotoxicity of @DRUG$ and its active whether amrubicinol by experiments vitro transport and toxicity in .	This study was aimed to determine whether @DRUG$ - glycoprotein ( P- gp ) plays functional and preventive role in cellular accumulation and cytotoxicity @DRUG$ and its active amrubicinol by in vitro transport and toxicity .	The study found that @DRUG$ helps to prevent the accumulation and cytotoxicity of @DRUG$ and its active metabolite amrubicinol.	0
1	These results suggest that @DRUG$ strongly blocks the central postsynaptic @DRUG$ receptors.	These results advise that @DRUG$ strongly blocks the central postsynaptic @DRUG$ receptors .	These results suggest that @DRUG$ strongly blocks central the postsynaptic @DRUG$ receptors .	These results suggest @DRUG$ strongly blocks the central postsynaptic @DRUG$ receptors .	@DRUG$ blocks the central postsynaptic @DRUG$ receptors.	0
0	Nitrate reduction to @DRUG$, @DRUG$ and ammonia by gut bacteria under physiological conditions.	Nitrate diminution to @DRUG$ , @DRUG$ and ammonia by gut bacteria under physiological conditions .	Nitrate reduction to @DRUG$ , @DRUG$ gut ammonia by and bacteria under physiological conditions .	Nitrate reduction to @DRUG$ @DRUG$ and ammonia gut bacteria under physiological conditions .	Nitrate reduction to @DRUG$ and @DRUG$ by gut bacteria under physiological conditions.	0
0	Supplementing the @DRUG$ protein and sucrose-based diet with levels of 1.1, 5.5, 16.5, and 55 ppm of efrotomycin reduced the numbers of C. perfringens organisms in ileal contents of chicks (all @DRUG$ less than .01).	Supplementing the @DRUG$ protein and sucrose- base diet with dismantle of 1.1 , 5.5 , 16.5 , and lv ppm of efrotomycin reduced the numbers of C. perfringens organism in ileal contents of chicks ( all @DRUG$ less than .01 ) .	Supplementing the @DRUG$ protein the sucrose- numbers diet of levels of 1.1 , 5.5 , 16.5 , and 55 ppm C. efrotomycin reduced and based of of perfringens organisms in ileal contents with chicks ( all @DRUG$ less than .01 ) .	Supplementing the @DRUG$ protein and sucrose- based diet with levels 1.1 , 5.5 16.5 , and 55 ppm efrotomycin reduced the numbers of C. perfringens organisms in ileal contents of ( all @DRUG$ less than .01 .	Supplementing the @DRUG$ protein and sucrose- based diet with levels of 1.1 , 5.5 , 16.5 , and 55 ppm of efrotomycin reduced the numbers of C. perfringens organisms in ileal contents of chicks ( all @DRUG$ less	0
0	The basis of the antioxygenic role of selenium in these systems was elucidated by the discovery of Rotruck et al. (1973) that @DRUG$ is a component of rat erythrocyte @DRUG$ peroxidase.	The cornerstone of the antioxygenic role of selenium in these systems was elucidated by the breakthrough of Rotruck et alabama . ( 1973 ) that @DRUG$ is a component of rat erythrocyte @DRUG$ peroxidase .	of basis of the a role of selenium in these systems was ) by the discovery The Rotruck et al . ( 1973 elucidated that @DRUG$ is antioxygenic component of rat erythrocyte @DRUG$ peroxidase .	The basis of the role of selenium in these systems was elucidated by discovery of Rotruck et . ( 1973 ) that @DRUG$ is a component of rat erythrocyte @DRUG$ peroxidase .	Rotruck et al. (1973) discovered that @DRUG$ is a component of rat erythrocyte @DRUG$ peroxidase.	0
0	Normal B lymphocytes were @DRUG$ sensitive as B-CLL cells to @DRUG$-induced apoptosis.	pattern B lymphocytes were @DRUG$ sensitive as B -CLL cells to @DRUG$ - induced apoptosis .	were B lymphocytes Normal @DRUG$ sensitive as B -CLL cells to @DRUG$ - induced apoptosis .	Normal B lymphocytes were @DRUG$ sensitive as B -CLL cells to @DRUG$ - induced apoptosis .	Normal B lymphocytes were more likely to die when exposed to @DRUG$ than B -CLL cells.	1
0	METHODS: In this prospective, randomized, masked, placebo-controlled study dogs were treated daily with @DRUG$ (2 @DRUG$/kg) per OS or placebo.	METHODS : inwards this prospective , randomized , masked , placebo- controlled study dogs were plow day to day with @DRUG$ ( 2 @DRUG$ / kg ) per OS or placebo .	METHODS : In this prospective , randomized , masked , placebo- controlled study 2 were treated daily OS @DRUG$ or dogs @DRUG$ / kg ) per with ( placebo .	METHODS : In this , randomized , masked , placebo- controlled study dogs were treated daily @DRUG$ ( 2 @DRUG$ / kg ) per OS or placebo .	 Dogs were treated daily with either @DRUG$ ( 2 @DRUG$ / kg ) per OS or placebo .	0
0	The clinical efficacy and safety of 200 mg @DRUG$ given with each daily @DRUG$ dose was studied.	The clinical efficacy and safety device of 200 mg @DRUG$ given with each daily @DRUG$ dose was studied .	mg clinical efficacy and safety of 200 The @DRUG$ given with each daily @DRUG$ dose was studied .	The clinical efficacy and safety of 200 mg @DRUG$ given with each @DRUG$ dose studied .	The clinical efficacy and safety of 200 mg @DRUG$ given with each daily @DRUG$ dose was studied ."DRUGA and DRUGB are related in that they are both medications that were studied for their clinical efficacy and safety when given together.	0
0	Among the various inhibitors tested, p-nitrophenyl @DRUG$'-guanidinobenzoate, N,N-dimethylamino p-(p'-guanidinobenzoyloxy)-benzoyl glycolate and N,N-dimethylamino p-(p'-guanidinobenzoyloxy)-benzilcarbonyloxy glycolate were the most effective inhibitors of @DRUG$, plasmin, plasma kallikrien and thrombin, and they strongly inhibited the esterolytic activities of C1r- and C1 esterase.	Among the various inhibitors screen , p-nitrophenyl @DRUG$ '- guanidinobenzoate , N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) - benzoyl glycolate and N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) - benzilcarbonyloxy glycolate were the most in effect inhibitors of @DRUG$ , plasmin , plasma kallikrien and thrombin , and they powerfully inhibit the esterolytic bodily function of C1r - and C1 esterase .	of the various inhibitors tested , p-nitrophenyl @DRUG$ '- activities , N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) , C1 glycolate and N,N-dimethylamino p-(p'-guanidinobenzoyloxy ) - benzilcarbonyloxy glycolate were the most effective inhibitors Among @DRUG$ , plasmin , plasma of and thrombin - and they strongly inhibited the esterolytic guanidinobenzoate kallikrien C1r - and benzoyl esterase .	Among the various inhibitors , p-nitrophenyl @DRUG$ guanidinobenzoate , p-(p'-guanidinobenzoyloxy ) - benzoyl glycolate and N,N-dimethylamino - benzilcarbonyloxy glycolate were the most effective inhibitors of @DRUG$ , plasmin , plasma kallikrien and , and they strongly inhibited the esterolytic activities of C1r - and C1 .	@DRUG$ is a more effective inhibitor of @DRUG$ than any of the other inhibitors tested.	0
0	Fluvastatin has been considered to be metabolised to 5-hydroxy fluvastatin (@DRUG$-2), 6-hydroxy @DRUG$ (M-3) and N-desisopropyl fluvastatin (M-5) in human liver microsomes by primarily CYP2C9.	Fluvastatin has been considered to be metabolize to little phoebe - hydroxy fluvastatin ( @DRUG$ - 2 ) , 6- hydroxy @DRUG$ ( M- 3 ) and N-desisopropyl fluvastatin ( M- little phoebe ) in human being liver microsome by primarily CYP2C9 .	M- has been considered M- be metabolised to 5 - hydroxy fluvastatin ( @DRUG$ - 2 ) 6- , hydroxy @DRUG$ by Fluvastatin 3 ) and N-desisopropyl fluvastatin ( to 5 ) in human liver microsomes ( primarily CYP2C9 .	Fluvastatin has been considered to be metabolised to 5 - hydroxy fluvastatin ( @DRUG$ - 2 ) , 6- hydroxy @DRUG$ ( M- 3 ) and N-desisopropyl fluvastatin ( M- 5 ) in human liver microsomes by primarily CYP2C9 .	Fluvastatin is metabolized to 5-hydroxy fluvastatin (@DRUG$-2), 6-hydroxy @DRUG$ (M-3), and N-desisopropyl fluvastatin (M-5) in human liver microsomes by	0
1	An interaction with @DRUG$ or neurosteroid binding sites also was excluded because STP-mediated increase of decay time was still observed when these sites were initially saturated (by clobazam, @DRUG$, or pregnanolone) or blocked (by flumazenil or dehydroepiandrosterone sulfate), respectively.	an interaction with @DRUG$ or neurosteroid binding sites also was excluded because STP - mediated increase of crumble metre was still observed when these sites were ab initio saturated ( by clobazam , @DRUG$ , or pregnanolone ) or blocked ( by flumazenil or dehydroepiandrosterone sulfate ) , respectively .	An interaction increase @DRUG$ or neurosteroid binding sites also was excluded because STP - mediated with of decay time these pregnanolone observed when was sites were initially saturated ( by clobazam , @DRUG$ , or flumazenil ) or blocked ( by still or dehydroepiandrosterone sulfate ) , respectively .	interaction with @DRUG$ or neurosteroid binding sites also was excluded because STP - mediated increase decay time was still observed when these sites were initially saturated ( by clobazam , @DRUG$ , or pregnanolone ) blocked ( by flumazenil or dehydroepiandrosterone sulfate ) , respectively .	The increase in decay time caused by STP was still observed when these sites were initially saturated ( by clobazam , @DRUG$ , or pregnanolone ) or blocked ( by flumazenil or dehydroepiandrosterone sulfate ) , respectively .	1
1	Two studies were conducted in healthy volunteers to evaluate the effects of @DRUG$ and cimetidine on the pharmacokinetics of the oral antimigraine compound @DRUG$.	Two studies were channel in healthy volunteers to evaluate the effects of @DRUG$ and cimetidine on the pharmacokinetics of the viva antimigraine compound @DRUG$ .	Two studies were conducted in on the to evaluate volunteers effects of @DRUG$ and cimetidine healthy the pharmacokinetics of the oral antimigraine compound @DRUG$ .	Two studies were conducted in healthy volunteers to evaluate the effects of @DRUG$ and cimetidine on the pharmacokinetics the oral compound @DRUG$	The two studies showed that cimetidine, a drug that interferes with the way the body breaks down drugs, increased the amount of @DRUG$ in the blood.	1
0	Comparative effects of @DRUG$ and @DRUG$ in the treatment of seasonal allergic rhinitis.	Comparative effects of @DRUG$ and @DRUG$ in the treatment of seasonal worker allergic rhinitis .	Comparative effects of @DRUG$ and @DRUG$ of the treatment in seasonal allergic rhinitis .	Comparative of @DRUG$ and @DRUG$ in the treatment of seasonal allergic rhinitis	The effects of @DRUG$ are compared to the effects of @DRUG$ in the treatment of seasonal allergic rhinitis.	0
0	The pharmacokinetics and metabolism of @DRUG$-@DRUG$ were determined in 10 patients with idiopathic Parkinson's disease after intravenous infusion of 30 micrograms.kg-1 in 15 min.	The pharmacokinetics and metabolism of @DRUG$ - @DRUG$ were determined in 10 patients with idiopathic Parkinson 's disease after intravenous extract of 30 mcg .kg - 1 in  min .	The pharmacokinetics and patients disease @DRUG$ - @DRUG$ in determined in 10 metabolism with idiopathic Parkinson 's of after intravenous infusion of 30 micrograms .kg - 1 were 15 min .	The pharmacokinetics and of @DRUG$ - @DRUG$ were determined in 10 patients with idiopathic Parkinson 's disease after intravenous infusion of 30 micrograms .kg - 1 in 15 .	The pharmacokinetics (how the drug is absorbed, distributed, metabolized, and excreted) and metabolism (the chemical changes that a drug undergoes in the body) of @DRUG$ - @DRUG$ were determined in 10 patients with idiopathic Parkinson's disease after intravenous	0
0	Study objectives included determination of the maximum tolerated dose (MTD) and dose-limiting toxicity (DLT) under normal and mildly hypoxic conditions, and following @DRUG$-administration with steady-state sildenafil, assessment of nitrite pharmacokinetics, and evaluation of the fraction exhaled nitric oxide (FENO) and concentrations of iron-nitrosyl hemoglobin (Hb(@DRUG$)-NO) and S-nitrosothiols (R-SNO) as biomarkers of local and systemic NO exposure, respectively.	Study target included determination of the maximal suffer venereal disease ( MTD ) and dose-limiting toxicity ( DLT ) under convention and mildly hypoxic conditions , and conform to @DRUG$ - administration with becalm -state sildenafil , assessment of nitrite pharmacokinetics , and evaluation of the fraction exhaled nitric oxide ( FENO ) and concentrations of iron-nitrosyl hemoglobin ( Hb ( @DRUG$ ) - NO ) and S-nitrosothiols ( R- SNO ) as biomarkers of local and systemic NO picture , respectively .	Study objectives DLT ) pharmacokinetics the toxicity tolerated dose ) MTD ) and dose-limiting maximum ( included ) under normal and mildly hypoxic conditions of and iron-nitrosyl @DRUG$ , administration with steady -state sildenafil , assessment of nitrite - , and evaluation of the fraction exhaled nitric oxide ( FENO ) and concentrations of following hemoglobin ( Hb ( @DRUG$ ( - NO determination and S-nitrosothiols ( R- SNO ) as biomarkers of local and systemic NO exposure , respectively .	Study objectives included determination of the maximum tolerated ( MTD ) and dose-limiting ( DLT ) under normal and mildly hypoxic conditions and following @DRUG$ - administration steady -state sildenafil of nitrite pharmacokinetics , and evaluation of the fraction exhaled oxide ( FENO ) and concentrations of iron-nitrosyl hemoglobin ( Hb ( @DRUG$ ) - NO ) and S-nitrosothiols ( R- SNO ) as biomarkers of local and systemic NO exposure respectively .	The study objectives were to determine the maximum tolerated dose (MTD) and dose-limiting toxicity (DLT) of @DRUG$ when administered with steady-state sildenafil, assess the nitrite pharmacokinetics, and evaluate the fraction exhaled nitric oxide (FEN	1
0	The @DRUG$(@DRUG$) values for 2-monoacylglycerols were 2- to 4-fold higher than that of the corresponding 1-monoacylglycerol.	The @DRUG$ ( @DRUG$ ) values for 2 - monoacylglycerols were 2 - to 4 - fold in high spirits than that of the like 1 - monoacylglycerol .	The @DRUG$ ( @DRUG$ ) values - 2 - monoacylglycerols were 2 1 to 4 - fold higher than that of the corresponding for - monoacylglycerol .	The @DRUG$ ( @DRUG$ ) values for 2 - monoacylglycerols were - to 4 - fold higher than that of corresponding - monoacylglycerol .	The @DRUG$ ( @DRUG$ ) values for 2 - monoacylglycerols were 2 - to 4 - fold higher than that of the corresponding 1 - monoacylglycerol .	0
0	Coadministration with other HIV-1 PIs continues to be studied.The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$-administer fosamprenavir and fosamprenavir plus ritonavir with many other commonly co-prescribed medications, such as gastric acid suppressants, HMG-@DRUG$ reductase inhibitors, antibacterials and antifungal agents.	Coadministration with other human immunodeficiency virus -1 PIs go on to be studied . The extensive fosamprenavir and amprenavir clinical drug fundamental interaction information provides guidance on how to @DRUG$ - dispense fosamprenavir and fosamprenavir plus ritonavir with many other commonly co-prescribed medications , such as gastric acid suppressants , HMG - @DRUG$ reductase inhibitors , bactericide and antifungal agents .	Coadministration with antibacterials HIV -1 - continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ PIs administer fosamprenavir and fosamprenavir plus ritonavir with many other commonly gastric medications , such as co-prescribed acid suppressants , HMG inhibitors - reductase @DRUG$ , other and antifungal agents .	Coadministration HIV -1 PIs continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus ritonavir with many other commonly co-prescribed medications , as gastric acid suppressants , HMG - @DRUG$ reductase inhibitors , antibacterials and antifungal agents .	Coadministration with other HIV -1 PIs continues to be studied . The extensive fosamprenavir and amprenavir clinical drug interaction information provides guidance on how to @DRUG$ - administer fosamprenavir and fosamprenavir plus ritonav	1
1	@DRUG$ acetate is approved in CRPC patients who have received @DRUG$, and recent data suggest that the drug will also be effective and utilized in the pre-chemotherapy setting.	@DRUG$ acetate is approved in CRPC patients who have received @DRUG$ , and late data advise that the dose will also be effective and utilized in the pre-chemotherapy setting .	@DRUG$ acetate is approved in CRPC patients who the received @DRUG$ , utilized effective data suggest that the drug will also be recent and and in have pre-chemotherapy setting .	@DRUG$ acetate is approved CRPC patients who have received @DRUG$ , and recent data suggest that the drug will also effective and utilized in the pre-chemotherapy setting .	@DRUG$ is approved in CRPC patients who have received @DRUG$, and recent data suggest that the drug will also be effective and utilized in the pre-chemotherapy setting.	0
0	Recommended once-daily doses of atazanavir taken with food are either 400 mg or 300 mg in combination with low dose @DRUG$ (100 @DRUG$) in moderately antiretroviral-experienced patients.	Recommended once-daily doses of atazanavir hire with food are either 400 mg or 300 mg in combination with low dose @DRUG$ ( 100 @DRUG$ ) in moderately antiretroviral - receive patient role .	Recommended once-daily doses of patients taken with food are either mg 400 or 300 mg in combination with low dose @DRUG$ ( 100 @DRUG$ ) in atazanavir antiretroviral - experienced moderately .	Recommended once-daily doses of atazanavir taken with food are either 400 or 300 mg in with low dose @DRUG$ ( @DRUG$ ) in moderately antiretroviral - experienced patients .	Recommended once-daily doses of atazanavir taken with food are either 400 mg or 300 mg in combination with low dose @DRUG$ ( 100 @DRUG$ ). 	0
0	The 4 treatments were arranged in a 2 (no zilpaterol vs. zilpaterol) x 2 (20- or 40-@DRUG$ duration of @DRUG$ feeding) factorial.	The 4 discourse were arranged in a  ( no zilpaterol vs. zilpaterol ) xtc  ( 20 - or 40 - @DRUG$ duration of @DRUG$ feeding ) factorial .	The 4 treatments were arranged in a 2 factorial no zilpaterol vs. zilpaterol ) x 2 ( 20 - or 40 - @DRUG$ duration of @DRUG$ feeding ) ( .	The 4 treatments were in a 2 ( no zilpaterol vs. zilpaterol ) x 2 ( 20 - or - @DRUG$ duration of @DRUG$ feeding ) factorial .	There were two levels of zilpaterol (no zilpaterol vs. zilpaterol) and two levels of @DRUG$ feeding (20-DRUGA vs. 40-DRUGA), which were crossed.	1
0	A historical overview of the discovery and development of COMT inhibitors is presented with a special emphasis on nebicapone, presently under clinical development, as well @DRUG$ entacapone and @DRUG$, which are already approved as adjuncts in the therapy of PD.	A diachronic overview of the discovery and development of COMT inhibitor is presented with a especial accent on nebicapone , presently under clinical development , as well @DRUG$ entacapone and @DRUG$ , which are already approved as adjuncts in the therapy of PD .	A historical overview and the discovery emphasis development of COMT inhibitors is presented , a special and entacapone nebicapone with presently under clinical development , as well @DRUG$ on of @DRUG$ , which are already approved as adjuncts in the therapy of PD .	A historical overview of the discovery and development of COMT inhibitors is presented with a emphasis , presently clinical development , as well @DRUG$ entacapone and @DRUG$ , which are already approved as in therapy of PD	@DRUG$ is a drug that is currently being developed, while @DRUG$ is a drug that is already approved.	0
0	Traditional Ca channels blockers (CCBs), including nifedipine and amlodipine, act predominantly on L-type Ca channels, whereas novel CCBs such @DRUG$ @DRUG$, benidipine and azelnidipine inhibit both L-type and T-type Ca channels.	Traditional atomic number  channels blocker ( CCBs ) , including nifedipine and amlodipine , act predominantly on L-type atomic number  channels , whereas refreshing CCBs such @DRUG$ @DRUG$ , benidipine and azelnidipine inhibit both L-type and T-type atomic number  channels .	Traditional Ca channels blockers ( CCBs ) predominantly including L-type and amlodipine , act , on nifedipine Ca channels , whereas novel CCBs such @DRUG$ @DRUG$ , benidipine azelnidipine and inhibit both L-type and T-type Ca channels .	Traditional Ca channels blockers ( CCBs ) , including nifedipine and amlodipine , act predominantly on L-type Ca channels , whereas CCBs such @DRUG$ @DRUG$ , benidipine and azelnidipine inhibit both L-type and T-type Ca channels .	Traditional Ca channels blockers ( CCBs ) , including nifedipine and amlodipine , act predominantly on L-type Ca channels , whereas novel CCBs such as benidipine and azelnidipine inhibit both L-type and T-type Ca channels .	1
1	Heart rate increased by 67 beats/min (at 1-hr) and 39 beats/min (at 3-hr) after pindolol and @DRUG$, respectively, but did not show any significant increase when @DRUG$ was given orally.	Heart grade increased by 67 beats / min ( at one - hr ) and 39 beats / min ( at trio - hr ) after pindolol and @DRUG$ , respectively , but did not show any substantial increase when @DRUG$ was given orally .	Heart when increased by 67 beats / min ( at 1 - hr ) and 39 beats / min ) at 3 - hr ( significant pindolol and @DRUG$ , respectively after but did not show any , increase rate @DRUG$ was given orally .	Heart rate increased by 67 beats / min ( 1 - ) and 39 beats / min ( at 3 hr ) after pindolol and @DRUG$ , respectively , but did not show any significant increase when @DRUG$ was given orally	Heart rate increased by 67 beats / min ( at 1 - hr ) and 39 beats / min ( at 3 - hr ) after pindolol and @DRUG$ , respectively , but did not show any significant increase when @DRUG$ was given orally .	0
0	@DRUG$ increases systemic exposure of @DRUG$ when coadministered.	@DRUG$ increases systemic exposure of @DRUG$ when coadministered .	@DRUG$ increases of exposure systemic @DRUG$ when coadministered .	@DRUG$ increases systemic exposure of @DRUG$ when coadministered .	The amount of @DRUG$ in the bloodstream will be higher when it is taken together with @DRUG$.	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, @DRUG$, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, @DRUG$, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method acting allowed the detection of curative compactness of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , dolobid , @DRUG$ , fenbufen , fenoprofen calcium , flufenamic acid , ansaid , motrin , indometacin , kebuzone , @DRUG$ , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naproxen , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin in urine samples .	This method allowed the detection kebuzone therapeutic , of acemetacin , acetaminophen naproxen paracetamol ) , acetylsalicylic , concentrations diclofenac , acid acid @DRUG$ , fenbufen , fenoprofen , flufenamic acid , flurbiprofen , ibuprofen , indometacin , of , @DRUG$ , lonazolac , meclofenamic acid , mefenamic diflunisal , mofebutazone , ( , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin in urine samples .	This method allowed the detection of therapeutic of acemetacin acetaminophen ) , acetylsalicylic acid , diclofenac , diflunisal , @DRUG$ , fenbufen , fenoprofen , flufenamic acid , , ibuprofen , indometacin , kebuzone , @DRUG$ , lonazolac , meclofenamic acid , mefenamic acid , mofebutazone , naproxen , niflumic acid , , suxibuzone tiaprofenic acid tolfenamic acid , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, @DRUG$, fenbufen, fenoprofen, fluf	1
0	Ferric pyrophosphate is a @DRUG$-insoluble @DRUG$ compound used to fortify infant cereals and chocolate-drink powders as it causes no organoleptic changes to the food vehicle.	Ferric pyrophosphate is a @DRUG$ - insoluble @DRUG$ compound used to fortify infant grain and chocolate - potable powders as it causes no organoleptic switch to the food vehicle .	causes pyrophosphate cereals a @DRUG$ - insoluble @DRUG$ compound used to is infant fortify and chocolate - drink powders as it Ferric no organoleptic changes to the food vehicle .	Ferric pyrophosphate a @DRUG$ insoluble @DRUG$ compound used to fortify infant cereals and chocolate - drink as it no changes the food vehicle .	Ferric pyrophosphate is a compound that is used to fortify infant cereals and chocolate - drink powders. It causes no organoleptic changes to the food vehicle.	1
0	In the pharmacokinetic context exogenous K(+) from @DRUG$-containing medicines, @DRUG$(+) exo,dose , is of primary interest.	In the pharmacokinetic circumstance exogenous K ( + ) from @DRUG$ - containing medicine , @DRUG$ ( + ) exo , dose , is of primary interest .	In the pharmacokinetic context exogenous interest ( + ) + @DRUG$ - containing medicines , @DRUG$ ( from ) exo , dose , is of primary K .	In the pharmacokinetic context exogenous K ( + ) from @DRUG$ containing medicines , @DRUG$ ( ) exo , dose , is of primary interest .	The dose of @DRUG$-containing medicines is of primary interest, since it determines the amount of K+ (potassium) that is released.	1
1	There are many reports of drugs which may increase (e.g. @DRUG$, dexamethasone and rifampicin) or decrease (e.g. @DRUG$, sulthiame, isoniazid, cimetidine, phenylbutazone, chloramphenicol and some sulphonamides) the metabolism of phenytoin.	There are many report card of drugs which may increase ( e.g. @DRUG$ , decadron and rifampicin ) or decrease ( e.g. @DRUG$ , sulthiame , isoniazid , tagamet , butazolidin , chloramphenicol and some sulphonamides ) the metabolism of phenytoin .	the are increase reports of drugs which may There ( e.g. @DRUG$ , dexamethasone and rifampicin ) or decrease phenylbutazone e.g. @DRUG$ , sulthiame , isoniazid , cimetidine , ( , chloramphenicol and some sulphonamides ) many metabolism of phenytoin .	There are many reports of drugs which may increase ( e.g. @DRUG$ , and rifampicin ) or decrease ( e.g. @DRUG$ , sulthiame , isoniazid , , phenylbutazone , chloramphenicol and some sulphonamides ) the metabolism phenytoin .	Some drugs may increase or decrease the metabolism of phenytoin.	1
1	In a displacement test using 3H-@DRUG$ as a radioligand, the in vitro affinities of metabolites of camazepam (CZ) for the @DRUG$ receptors were 1-50 times more potent than that of CZ.	In a translation test using 3H - @DRUG$ as a radioligand , the in vitro affinities of metabolites of camazepam ( CZ ) for the @DRUG$ receptors were ane - l times more potent than that of CZ .	In a displacement test using 3H vitro @DRUG$ as a radioligand , of in - affinities that metabolites of camazepam ( CZ ) for the @DRUG$ receptors were 1 - 50 times more potent than the of CZ .	In displacement test using 3H - @DRUG$ as a radioligand , the vitro affinities of metabolites of camazepam ( ) the @DRUG$ receptors 1 - 50 times more potent than that of CZ .	The metabolites of camazepam are 1 to 50 times more potent than camazepam itself at binding to @DRUG$ receptors.	1
1	The systemic coadministration of amperozide (10 mg/kg, i.p.) and @DRUG$ (2 mg/kg, i.p.) increased extracellular @DRUG$ levels in an additive manner when compared to the increases observed after the administration of either drug alone.	The systemic coadministration of amperozide ( 10 magnesium / kg , i.p. ) and @DRUG$ ( 2 magnesium / kg , i.p. ) increased extracellular @DRUG$ levels in an linear style when compared to the increases abide by after the administration of either drug alone .	The systemic coadministration of amperozide manner 10 mg / kg , i.p. ) and @DRUG$ ( 2 compared / kg , increases ) increased extracellular @DRUG$ levels in an additive after when mg to the i.p. observed ( the administration of either drug alone .	The systemic coadministration of amperozide ( 10 mg / , i.p. ) @DRUG$ ( 2 mg / kg , i.p. ) increased extracellular @DRUG$ levels in an additive manner when compared to the increases observed after the administration of either drug alone .	When @DRUG$ and @DRUG$ are both administered, the levels of DRUGB in the extracellular space are increased more than when either drug is administered alone.	0
0	XR5944 was 40- to 300-fold more potent than the other cytotoxics tested, such @DRUG$ doxorubicin, topotecan, and @DRUG$.	XR5944 was 40 - to 300 - fold more virile than the other cytotoxics try , such @DRUG$ doxorubicin , topotecan , and @DRUG$ .	XR5944 was 40 than to such - fold more potent - the other cytotoxics tested , 300 @DRUG$ doxorubicin , topotecan , and @DRUG$ .	XR5944 was 40 - to 300 - potent than the other cytotoxics tested such @DRUG$ doxorubicin , topotecan , and @DRUG$ .	XR5944 was 40 - to 300 - fold more potent than the other cytotoxics tested , such as doxorubicin , topotecan , and .	1
0	The non-vitamin K antagonist oral anticoagulants (NOACs), such as the thrombin inhibitor (dabigatran) and the direct factor Xa inhibitors (rivaroxaban, apixaban, and @DRUG$), have been shown to be at least @DRUG$ efficacious and safe as conventional oral anticoagulants, such as the vitamin K antagonists (VKAs) (e.g., warfarin), for stroke prevention in patients with nonvalvular atrial fibrillation (NVAF).	The non-vitamin kb antagonist oral anticoagulants ( NOACs ) , such as the thrombin inhibitor ( dabigatran ) and the direct factor Xa inhibitor ( rivaroxaban , apixaban , and @DRUG$ ) , have been shown to be at to the lowest degree @DRUG$ efficacious and safe as ceremonious oral anticoagulants , such as the vitamin kb resister ( VKAs ) ( e.g. , warfarin ) , for stroke bar in affected role with nonvalvular atrial fibrillation ( NVAF ) .	The non-vitamin K antagonist oral anticoagulants ( NOACs ) , conventional as the thrombin inhibitor ) dabigatran ) and the direct factor Xa inhibitors ( rivaroxaban , apixaban , and @DRUG$ ) , have been shown to be at least @DRUG$ efficacious and safe as such oral anticoagulants fibrillation ( ( the ( K antagonists as VKAs ) ( e.g. , warfarin vitamin , for stroke prevention in patients with nonvalvular atrial , such NVAF ) .	The non-vitamin K antagonist oral anticoagulants ( NOACs ) , as the thrombin inhibitor ( dabigatran ) and the direct factor inhibitors ( rivaroxaban , apixaban , and @DRUG$ ) , have been shown to be at least @DRUG$ efficacious and safe as conventional oral anticoagulants , such as the vitamin antagonists ( VKAs ) ( e.g. , warfarin , for stroke prevention in patients with nonvalvular atrial fibrillation ( NVAF ) .	The non-vitamin K antagonist oral anticoagulants ( NOACs ) , such as the thrombin inhibitor ( dabigatran ) and the direct factor Xa inhibitors ( rivaroxaban , apixaban ) , are more efficacious and safe than conventional oral	1
0	Additionally, veterinary isolates of Nocardia nova (n=18), Nocardia farcinica (n=3) and Nocardia cyriacigeorgica (n=1) underwent microbroth dilution testing to @DRUG$, @DRUG$ and pradofloxacin.	additionally , veterinary isolates of Nocardia nova ( n=18 ) , Nocardia farcinica ( n=3 ) and Nocardia cyriacigeorgica ( n=1 ) undergo microbroth dilution prove to @DRUG$ , @DRUG$ and pradofloxacin .	Additionally , veterinary microbroth of Nocardia ( ( n=18 ) , Nocardia , nova n=3 ) and Nocardia cyriacigeorgica ( n=1 ) underwent isolates dilution testing to @DRUG$ farcinica @DRUG$ and pradofloxacin .	Additionally , veterinary isolates of Nocardia nova ( n=18 ) , Nocardia farcinica ( n=3 and Nocardia cyriacigeorgica ( n=1 ) underwent microbroth dilution testing to @DRUG$ , @DRUG$ and pradofloxacin .	Veterinary isolates of Nocardia nova, Nocardia farcinica, and Nocardia cyriacigeorgica were tested to determine their susceptibility to @DRUG$, @DRUG$, and pradofloxacin.	0
0	The hypotension and tachycardia observed after oral administration of D-32 (50 mg/kg) or after intravenous infusion of p-OH D-32 (1 mg/kg per min for 5 min) were also not modified significantly by @DRUG$ (1 @DRUG$/kg i.v.).	The hypotension and tachycardia observed after oral administration of D -32 ( l mg / kilogram ) or after endovenous extract of p-OH D-32 ( 1 mg / kilogram per min for 5 min ) were also not modified importantly by @DRUG$ ( 1 @DRUG$ / kilogram i.v. ) .	The hypotension and tachycardia mg after p-OH administration of D -32 ( 50 observed / kg ) or after / were of oral D-32 ( 1 mg min kg per / for 5 min ) infusion also not modified significantly by @DRUG$ ( 1 @DRUG$ intravenous kg i.v. ) .	The hypotension and tachycardia observed after oral administration of D -32 ( mg / kg ) or after intravenous infusion of p-OH D-32 ( 1 mg / kg per min for 5 min ) were not modified significantly by @DRUG$ ( 1 @DRUG$ / kg i.v. ) .	The hypotension and tachycardia observed after oral administration of D -32 ( 50 mg / kg ) or after intravenous infusion of p-OH D-32 ( 1 mg / kg per min for 5 min ) were also not modified significantly by @DRUG$ ( 1 @DRUG$ /	0
0	Lu AA21004 was found in vitro to be oxidized to a 4-hydroxy-phenyl metabolite, a sulfoxide, an N-hydroxylated @DRUG$, and a benzylic alcohol, which was further oxidized to the corresponding @DRUG$ [3-methyl-4-(2-piperazin-1-yl-phenysulfanyl)-benzoic acid (Lu AA34443)].	lutetium AA21004 was get hold in vitro to be oxidized to a 4 - hydroxy - phenyl metabolite , a sulfoxide , an N-hydroxylated @DRUG$ , and a benzylic alcohol , which was further oxidized to the corresponding @DRUG$ [ three - methyl radical -4 -( ii - piperazin-1-yl-phenysulfanyl ) - benzoic acid ( lutetium AA34443 ) ] .	Lu AA21004 was found in vitro 4 corresponding oxidized to a - - Lu - phenyl metabolite -( a sulfoxide , an N-hydroxylated @DRUG$ , and a benzylic alcohol , which was further oxidized to the be @DRUG$ [ 3 - methyl -4 , 2 to piperazin-1-yl-phenysulfanyl ) - benzoic acid ( hydroxy AA34443 ) ] .	Lu AA21004 was found in vitro to be oxidized to a - hydroxy - metabolite , a sulfoxide an N-hydroxylated @DRUG$ , and a benzylic alcohol , which was further oxidized to the corresponding @DRUG$ [ 3 - methyl -4 -( 2 piperazin-1-yl-phenysulfanyl ) - benzoic acid ( Lu AA34443 ) ] .	Lu AA21004 is oxidized to a 4 - hydroxy - phenyl metabolite , a sulfoxide , an N-hydroxylated @DRUG$ , and a benzylic alcohol . The benzylic alcohol is then oxidized to the corresponding @DRUG$ .	0
1	However, in single, well controlled clinical trials, @DRUG$ produced similar reductions in blood pressure to those seen with enalapril or @DRUG$.	However , in ace , well assure clinical trials , @DRUG$ produced similar reductions in blood pressure to those seen with enalapril or @DRUG$ .	However in in single , well controlled clinical trials , @DRUG$ produced similar reductions , to pressure blood those seen with enalapril or @DRUG$ .	However , in single , well controlled clinical trials , @DRUG$ produced similar reductions in blood pressure to those seen with enalapril or @DRUG$	@DRUG$ is similar to enalapril in terms of reducing blood pressure, and @DRUG$ is similar to enalapril in terms of reducing blood pressure.	0
1	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, butterbur, riboflavin, coenzyme Q10, and magnesium citrate) and 6 received a weak recommendation (divalproex sodium, @DRUG$, pizotifen, venlafaxine, verapamil, and lisinopril).	Based on our review , xi prophylactic drugs received a strong recommendation for use ( topiramate , propranolol , corgard , lopressor , amitriptyline , gabapentin , @DRUG$ , petasites hybridus , lactoflavin , coenzyme Q10 , and mg citrate ) and 6 received a weak recommendation ( divalproex sodium , @DRUG$ , pizotifen , venlafaxine , verapamil , and lisinopril ) .	a on , and , strong prophylactic drugs received a 11 recommendation for use ( topiramate , propranolol , nadolol pizotifen metoprolol , amitriptyline , gabapentin , @DRUG$ , butterbur , riboflavin , coenzyme Q10 , review weak citrate ) and 6 received Based magnesium recommendation ( divalproex sodium , @DRUG$ , , our venlafaxine , verapamil , and lisinopril ) .	Based on our review , 11 prophylactic drugs received recommendation for use ( topiramate , propranolol , nadolol , metoprolol , amitriptyline , gabapentin , @DRUG$ , butterbur , riboflavin , coenzyme Q10 , and magnesium citrate ) and 6 received a weak recommendation ( divalproex sodium , @DRUG$ , , venlafaxine , verapamil and lisinopril ) .	Based on our review, 11 prophylactic drugs received a strong recommendation for use (topiramate, propranolol, nadolol, metoprolol, amitriptyline, gabapentin, @DRUG$, butterbur, riboflavin,	1
0	The @DRUG$ analog @DRUG$ decreases total energy intake from a standardized breakfast and enhances plasma serotonin levels in moderately overweight men after administered in an oral glucose tolerance test: a randomized, crossover trial.	The @DRUG$ analog @DRUG$ decreases total vigor ingestion from a standardized breakfast and enhances plasma serotonin take down in moderately overweight men after administered in an oral glucose tolerance test : a randomized , crossover trial .	The @DRUG$ analog @DRUG$ decreases total energy intake from and standardized breakfast trial enhances plasma serotonin levels in moderately overweight men after , in an oral glucose tolerance test : a randomized administered crossover a .	The @DRUG$ analog @DRUG$ decreases energy intake from a standardized breakfast and enhances plasma serotonin levels in moderately overweight men after administered in an oral glucose tolerance test : a randomized , crossover trial .	@DRUG$ decreases the amount of energy that a person takes in from a breakfast, and it also increases the levels of serotonin in the person's blood after the breakfast has been eaten.	1
0	The effect of @DRUG$ sodium sulfonate (@DRUG$-17), a hemostatic drug with capillary stabilising action, on the endothelial barrier dysfunction induced by a variety of vasoactive substances or agents that increase the vascular permeability was investigated in the monolayers of cultured porcine aortic endothelial cells (PAECs).	The effect of @DRUG$ sodium sulfonate ( @DRUG$ -  ) , a styptic drug with capillary tube stabilising activity , on the endothelial barrier dysfunction induced by a assortment of vasoactive substances or agents that increase the vascular permeability was investigated in the monolayers of cultured porcine aortic endothelial cells ( PAECs ) .	The - of @DRUG$ sodium sulfonate ( @DRUG$ monolayers 17 hemostatic , a ) vascular with capillary stabilising barrier , on the endothelial action dysfunction induced by a variety of vasoactive substances or agents that increase the drug permeability was investigated in the effect of cultured porcine aortic endothelial cells ( PAECs ) .	The effect of @DRUG$ sodium sulfonate ( @DRUG$ - 17 ) , a hemostatic drug with capillary stabilising action , on endothelial barrier dysfunction induced by a variety of vasoactive substances or agents that increase the vascular permeability was investigated in the monolayers of cultured porcine aortic endothelial cells ( PAECs ) .	@DRUG$ sodium sulfonate (@DRUG$-17) is a hemostatic drug with capillary stabilising action. The effect of this drug on the endothelial barrier dysfunction induced by a variety of vasoactive substances or agents that increase the vascular permeability was investigated in the mon	0
0	The formation kinetics of @DRUG$ aggregates induced by MBT and the impact of the amount of labeled reporter on the aggregation, @DRUG$ well as the fabrication of MBT-labeled immuno-Au aggregates were characterized comprehensively by UV-vis spectrophotometer.	The organization kinetics of @DRUG$ aggregates induced by MBT and the impact of the amount of labeled reporter on the aggregation , @DRUG$ well as the fabrication of MBT - labeled immuno - astronomical unit aggregates were characterise comprehensively by ultraviolet radiation - vis spectrophotometer .	formation comprehensively kinetics the @DRUG$ aggregates induced by and MBT the impact of the amount of labeled reporter on of aggregation , @DRUG$ well as the fabrication of MBT - labeled immuno - Au aggregates were characterized The by UV - vis spectrophotometer .	The formation kinetics of @DRUG$ aggregates induced by MBT and impact of the of labeled reporter on the aggregation , @DRUG$ well as fabrication of MBT - labeled immuno - Au aggregates were characterized comprehensively by UV - vis .	The formation kinetics of @DRUG$ aggregates induced by MBT (the drug) and the impact of the amount of labeled reporter on the aggregation (of DRUGA) was characterized comprehensively by UV - vis spectrophotometer .	1
0	The licensed anti-HIV drugs fall into five categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine); nucleotide reverse transcriptase inhibitors (NtRTIs: @DRUG$ fumarate); non-nucleoside reverse transcriptase inhibitors (NNRTIs: nevirapine, @DRUG$ and efavirenz); protease inhibitors (PIs: saquinavir, indinavir, ritonavir, nelfinavir, amprenavir, lopinavir, atazanavir and fosamprenavir); and fusion inhibitors (FIs: enfuvirtide).	The licensed anti-HIV drugs crepuscule into quintuplet category : nucleoside contrary rna polymerase inhibitors ( NRTIs : zidovudine , didanosine , dideoxycytosine , stavudine , lamivudine , abacavir and emtricitabine ) ; nucleotide contrary rna polymerase inhibitors ( NtRTIs : @DRUG$ fumarate ) ; non-nucleoside contrary rna polymerase inhibitors ( NNRTIs : nevirapine , @DRUG$ and efavirenz ) ; peptidase inhibitors ( PIs : saquinavir , crixivan , ritonavir , nelfinavir , amprenavir , lopinavir , atazanavir and fosamprenavir ) ; and fusion inhibitors ( FIs : enfuvirtide ) .	The inhibitors anti-HIV nucleotide fall , five categories NRTIs nucleoside reverse transcriptase inhibitors ( : : zidovudine , didanosine , zalcitabine , stavudine ( lamivudine , abacavir non-nucleoside , ) nelfinavir drugs reverse transcriptase inhibitors , NtRTIs : @DRUG$ fumarate ) ; and reverse transcriptase inhibitors ( NNRTIs : nevirapine , @DRUG$ and efavirenz ) ; protease licensed ( PIs : saquinavir into indinavir emtricitabine ritonavir , ; , amprenavir , lopinavir , atazanavir and fosamprenavir ) ; and fusion inhibitors ( FIs : enfuvirtide ) .	The licensed drugs fall into categories : nucleoside reverse transcriptase inhibitors ( : zidovudine didanosine , , , lamivudine , abacavir and emtricitabine ) ; nucleotide transcriptase inhibitors ( NtRTIs : @DRUG$ fumarate ) ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs : nevirapine @DRUG$ and efavirenz ) protease inhibitors PIs : saquinavir , indinavir , ritonavir , , , lopinavir , atazanavir and fosamprenavir ; fusion inhibitors ( FIs : enfuvirtide ) .	The licensed anti-HIV drugs fall into five categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitab	1
0	After HPLC purification, (@DRUG$)-[N-11CH3]nisoxetine, [11C]lortalamine, and [11C]oxaprotiline were obtained in 63-97% radiochemical yields, whereas (R)-[O-11CH3]@DRUG$ was obtained in 23-29% radiochemical yields due to substantial formation of the undesired N-[11C]methylated byproduct (64-70%).	After HPLC refinement , ( @DRUG$ ) -[ N-11CH3 ] nisoxetine , [ 11C ] lortalamine , and [ 11C ] oxaprotiline were find in 63 - 97 % radiochemical pay , whereas ( r ) -[ O-11CH3 ] @DRUG$ was find in xxiii - 29 % radiochemical pay due to substantive shaping of the undesired N - [ 11C ] methylated byproduct ( 64 - 70 % ) .	After HPLC purification , ( @DRUG$ ) -[ ( ] nisoxetine , [ 11C due lortalamine N whereas [ 11C ] 23 were obtained in 63 - 97 radiochemical radiochemical yields , and ( R ) -[ O-11CH3 ] @DRUG$ was obtained in oxaprotiline - ] % % yields 29 to substantial formation of the undesired , - [ 11C ] methylated byproduct N-11CH3 64 - 70 % ) .	HPLC purification , ( @DRUG$ ) -[ N-11CH3 ] nisoxetine , [ 11C ] lortalamine , and [ 11C oxaprotiline were obtained in 63 - % radiochemical yields , whereas ( R ) O-11CH3 ] @DRUG$ was obtained in 23 29 % radiochemical yields due to substantial of the undesired N - [ 11C ] methylated byproduct ( 64 - 70 % ) .	@DRUG$ is a drug that is purified using HPLC, and it is made up of two components: nisoxetine and lortalamine. @DRUG$ is also a drug that is purified using HPLC, and it is made up of two components: oxaprotiline	0
1	In the presence of @DRUG$ (50 and 100 microM) the cyclisation of @DRUG$ and chlorproguanil to their active metabolites was reduced by 24% and 42% and 48% and 63%, respectively.	In the presence of @DRUG$ ( 50 and c microM ) the cyclisation of @DRUG$ and chlorproguanil to their active metabolites was reduced by 24 % and forty two % and  % and 63 % , respectively .	In of presence the @DRUG$ ( 50 and to microM ) the cyclisation of @DRUG$ and chlorproguanil was their active metabolites 100 reduced by 24 % and 42 % and 48 % and 63 % , respectively .	In the presence of @DRUG$ 50 and 100 microM ) cyclisation of @DRUG$ and chlorproguanil to their active metabolites was reduced by 24 % and 42 % and 48 % and 63 % , respectively .	The presence of @DRUG$ ( 50 and 100 microM ) reduces the cyclisation of @DRUG$ and chlorproguanil to their active metabolites by 24 % and 42 % and 48 % and 63 % , respectively .	0
0	Of the 79 antibodies in late-stage studies, 40 were undergoing evaluation @DRUG$ treatments for cancer, and potentially 9 of these (belantamab mafodotin, oportuzumab monatox, margetuximab, dostarlimab, spartalizumab, 131I-@DRUG$, loncastuximab tesirine, balstilimab, and zalifrelimab) may enter regulatory review in late 2019 or in 2020.	Of the seventy nine antibody in late-stage studies , 40 were undergoing rating @DRUG$ treatments for cancer the crab , and potentially 9 of these ( belantamab mafodotin , oportuzumab monatox , margetuximab , dostarlimab , spartalizumab , 131I - @DRUG$ , loncastuximab tesirine , balstilimab , and zalifrelimab ) may enter regulative review in late 2019 or in 2020 .	for the 79 antibodies in late-stage studies , 40 were undergoing evaluation @DRUG$ treatments Of cancer , or potentially 9 of these ( belantamab mafodotin ) oportuzumab monatox in margetuximab , dostarlimab , spartalizumab , 131I - @DRUG$ , loncastuximab tesirine , balstilimab , and regulatory , may enter zalifrelimab review in late 2019 and , 2020 .	Of the 79 antibodies in late-stage studies , were undergoing evaluation @DRUG$ treatments for cancer , and potentially 9 of these belantamab mafodotin , monatox , margetuximab , dostarlimab , spartalizumab , 131I - @DRUG$ , loncastuximab tesirine , balstilimab , and zalifrelimab ) may enter regulatory late 2019 or in 2020 .	Of the 79 antibodies in late-stage studies, 40 were undergoing evaluation @DRUG$ treatments for cancer, and potentially 9 of these (belantamab mafodotin, oportuzumab monatox, margetuximab, dostarlimab, spartaliz	1
0	We report the case of a patient affected by symptomatic partial epilepsy who used @DRUG$ @DRUG$ self-medication after the failure of countless pharmacological/surgical treatments.	We report the case of a patient affected by diagnostic partial epilepsy who utilize @DRUG$ @DRUG$ self-medication after the failure of countless pharmacological / surgical treatments .	affected report the case of a patient We treatments symptomatic partial epilepsy who used @DRUG$ @DRUG$ self-medication after the failure of countless pharmacological / surgical by .	report the case of a patient affected by symptomatic partial who used @DRUG$ @DRUG$ self-medication after the failure of countless pharmacological / surgical treatments .	A patient with epilepsy who has unsuccessfully tried many different medications / treatments, may turn to self-medicating with @DRUG$ and @DRUG$.	0
1	For instance, radioactive haloperidol, chlorpromazine, and @DRUG$ all dissociate very slowly over a 30-minute time span, while radioactive quetiapine, clozapine, remoxipride, and @DRUG$ dissociate rapidly, in less than 60 seconds.	For instance , radioactive haloperidol , chlorpromazine , and @DRUG$ all dissociate very lento over a 30 - minute time span , while radioactive quetiapine , clozaril , remoxipride , and @DRUG$ dissociate rapidly , in lupus erythematosus than  seconds .	For instance span radioactive haloperidol over chlorpromazine , and @DRUG$ all dissociate very slowly , a 30 - minute time , , 60 radioactive quetiapine , clozapine , remoxipride , and @DRUG$ dissociate rapidly , in less than while seconds .	For instance , radioactive haloperidol , chlorpromazine and @DRUG$ all dissociate very slowly over a 30 - minute span , while radioactive quetiapine , clozapine , remoxipride , and @DRUG$ dissociate rapidly , in than 60 seconds .	@DRUG$ dissociates slowly over a 30-minute time span, while @DRUG$ dissociates rapidly, in less than 60 seconds.	0
1	However, @DRUG$ in doses over 5 mg/kg significantly decreased histamine turnover, as estimated from the accumulation of tele-methylhistamine after @DRUG$ treatment.	However , @DRUG$ in doses over 5 milligram / kg significantly decreased histamine overturn , as estimated from the accumulation of tele-methylhistamine after @DRUG$ treatment .	However , @DRUG$ in doses over 5 mg / kg significantly decreased histamine the , as estimated from after accumulation of tele-methylhistamine turnover @DRUG$ treatment .	However , @DRUG$ in doses over 5 mg kg significantly decreased histamine turnover , as estimated from the accumulation of tele-methylhistamine after @DRUG$ treatment .	However, @DRUG$ in doses over 5 mg/kg significantly decreased histamine turnover, as estimated from the accumulation of tele-methylhistamine after @DRUG$ treatment.	0
0	This group of drugs may have a place in Oncology for the treatment of cancers, which occur @DRUG$ a result of increased activity of the PI3 kinase/Akt/@DRUG$-TOR pathway.	This group of drugs may have a piazza in Oncology for the treatment of cancer , which occur @DRUG$ a result of increase activity of the PI3 kinase / Akt / @DRUG$ - TOR pathway .	- group of drugs may / a place in Oncology of the treatment of cancers , which occur @DRUG$ a result of increased activity for the PI3 kinase / Akt have @DRUG$ This TOR pathway .	This may have a place in for the treatment of cancers which occur @DRUG$ result of increased activity of the PI3 kinase / Akt / @DRUG$ TOR pathway .	These drugs may be effective in treating cancers that are caused by a high level of activity in the PI3 kinase / Akt / @DRUG$ - TOR pathway.	1
0	CONCLUSIONS: @DRUG$ met the @DRUG$-primary symptom end point (eye dryness) but not the co-primary sign end point (inferior corneal staining).	CONCLUSIONS : @DRUG$ met the @DRUG$ - primary symptom terminate point ( eye waterlessness ) but not the co-primary sign terminate point ( inferior corneal staining ) .	CONCLUSIONS : @DRUG$ met the @DRUG$ - primary symptom staining point ( eye co-primary ) but not the dryness sign end point ( inferior corneal end ) .	CONCLUSIONS : @DRUG$ met the @DRUG$ - primary symptom end point ( dryness ) but not the co-primary sign end point inferior corneal staining ) .	@DRUG$ was found to be effective in reducing eye dryness, but not in reducing inferior corneal staining.	1
0	It has been hypothesized that some estrogenic metabolites with low hormonal activity, such as @DRUG$ or @DRUG$, may serve as endogenous neuroprotective agents.	it has been hypothesized that some estrogenic metabolites with low hormonal activity , such as @DRUG$ or @DRUG$ , may do as endogenous neuroprotective agents .	as has been hypothesized that some estrogenic metabolites with low hormonal neuroprotective , such It @DRUG$ or @DRUG$ , may serve as endogenous activity agents .	has been hypothesized that estrogenic metabolites with low hormonal activity , such as @DRUG$ or @DRUG$ , may serve as endogenous neuroprotective agents .	Some estrogenic metabolites with low hormonal activity, such as @DRUG$ or @DRUG$, may serve as endogenous neuroprotective agents.	0
0	The 15 most frequently positive allergens were nickel @DRUG$ (19.0%), Myroxilon pereirae (balsam of Peru, 11.9%), fragrance mix I (11.5%), quaternium-15 (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), potassium dichromate (4.8%), carba mix (3.9%), @DRUG$ mix (3.9%), diazolidinylurea (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The  most frequently electropositive allergen were atomic number  @DRUG$ ( 19.0 % ) , Myroxilon pereirae ( balsam of republic of peru , 11.9 % ) , aroma mix single ( 11.5 % ) , quaternium -  ( 10.3 % ) , neobiotic ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , atomic number  chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , atomic number  dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , @DRUG$ mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most , diazolidinylurea allergens were nickel @DRUG$ ( 19.0 % ) , Myroxilon pereirae ( balsam of % % 11.9 Peru ) frequently fragrance mix , ( 11.5 % ) , quaternium - 15 ( % % ) I neomycin ( 10.0 % ) , bacitracin ( 9.2 , ) , formaldehyde ( 9.0 ) ) % cobalt , ( 8.4 ) ) chloride methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % % , potassium dichromate ( 4.8 % % , carba mix ( 3.9 % ) , @DRUG$ mix ( 3.9 10.3 ) , positive ( 3.7 , ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel @DRUG$ ( 19.0 ) , Myroxilon pereirae balsam of Peru , % , fragrance mix I ( 11.5 % , quaternium - 15 % ) , neomycin ( 10.0 % ) , bacitracin 9.2 % ) , formaldehyde ( 9.0 % ) , ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , ( 5.0 % ) , potassium dichromate 4.8 % ) , carba mix ( 3.9 % , @DRUG$ mix ( 3.9 % ) , 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( % ) .	The 15 most frequently positive allergens were nickel @DRUG$ ( 19.0 % ) , Myroxilon pereirae ( balsam of Peru , 11.9 % ) , fragrance mix I ( 11.5 % ) , quaternium - 15 ( 10.3 % )	1
0	@DRUG$'s interaction with a resistant Staphylococcus aureus dihydrofolate reductase (DHFR) is outlined in comparison to @DRUG$ (TMP).	@DRUG$ 's interaction with a insubordinate staph aureus dihydrofolate reductase ( DHFR ) is outlined in comparison to @DRUG$ ( TMP ) .	@DRUG$ DHFR interaction with a resistant Staphylococcus aureus dihydrofolate reductase TMP 's ) is outlined in comparison to @DRUG$ ( ( ) .	@DRUG$ 's interaction with resistant Staphylococcus aureus reductase ( DHFR ) is outlined in comparison @DRUG$ ( TMP )	@DRUG$ is more effective than @DRUG$ against resistant Staphylococcus aureus dihydrofolate reductase (DHFR).	0
0	Results from this study demonstrated as the dose of ER-lovastatin increased from 10 to 40 mg, the C(max) and AUC(0-48 h) values of @DRUG$ @DRUG$ well as lovastatin acid appeared to increase linearly.	Results from this study demonstrated as the dose of ER -lovastatin increased from tenner to twoscore mg , the C(max ) and AUC ( 0 -  h ) values of @DRUG$ @DRUG$ well as lovastatin acid appeared to step up linearly .	Results from this study demonstrated as the dose of ER -lovastatin increased from 10 ( 40 mg , ) C(max ) increase AUC to 0 - 48 h the values of @DRUG$ @DRUG$ well as lovastatin acid to appeared and linearly .	Results from this study demonstrated as the dose of ER -lovastatin increased from 10 40 mg , C(max ) and AUC ( 0 - 48 h ) values of @DRUG$ @DRUG$ well as lovastatin acid appeared to increase linearly .	As the dose of ER -lovastatin increased, the C(max ) and AUC ( 0 - 48 h ) values of @DRUG$ @DRUG$ increased linearly.	0
0	Three triple-drug combination medications have also been introduced recently: Exforge HCT (amlodipine/valsartan/HCTZ), Tribenzor (olmesartan/amlodipine/@DRUG$), and Amturnide (aliskiren/@DRUG$/hydrocholorothiazide).	ternary triple-drug combination medication have also been introduced recently : Exforge HCT ( amlodipine / diovan / HCTZ ) , Tribenzor ( olmesartan / amlodipine / @DRUG$ ) , and Amturnide ( aliskiren / @DRUG$ / hydrocholorothiazide ) .	/ : combination medications have also been introduced recently triple-drug Exforge HCT ( amlodipine / valsartan Three HCTZ ) , Tribenzor ( olmesartan / amlodipine / @DRUG$ ) , / Amturnide ( aliskiren / @DRUG$ and hydrocholorothiazide ) .	Three triple-drug combination medications have also been introduced recently : Exforge HCT ( amlodipine / valsartan / HCTZ ) , Tribenzor ( olmesartan / amlodipine / @DRUG$ ) , and Amturnide ( aliskiren @DRUG$ / hydrocholorothiazide ) .	Three triple-drug combination medications have also been introduced recently : Exforge HCT ( amlodipine / valsartan / HCTZ ) , Tribenzor ( olmesartan / amlodipine / @DRUG$ ) , and Amturnide ( alisk	1
0	Sows were assigned by random allotment to one of the following treatments on Day 112 of gestation: Group A, control (0 mg luprostiol); Group B (1.88 mg luprostiol); Group C (3.75 mg luprostiol); Group @DRUG$ (7.5 mg luprostiol); Group E (15 mg luprostiol); Group F (10 @DRUG$ lutalyse).	Sows were assigned by random allotment to  of the following discussion on mean solar day 112 of maternity : Group A , control ( zero milligram luprostiol ) ; Group B ( 1.88 milligram luprostiol ) ; Group C ( 3.75 milligram luprostiol ) ; Group @DRUG$ ( 7.5 milligram luprostiol ) ; Group E ( 15 milligram luprostiol ) ; Group F ( 10 @DRUG$ lutalyse ) .	Sows were assigned by random allotment to one of the following , on ; 112 of gestation : Group A treatments control 7.5 0 mg ) ) ; Group Day ( 1.88 mg luprostiol ) ; 15 C ( 3.75 mg luprostiol luprostiol B Group @DRUG$ ( ( mg luprostiol ) ; Group E ( Group mg luprostiol ) ; Group F ( 10 @DRUG$ lutalyse ) .	Sows were assigned by random allotment to one of the following treatments on Day 112 of gestation : Group A , control ( 0 mg luprostiol ) ; Group B ( 1.88 mg ) Group C ( 3.75 mg luprostiol ) ; Group @DRUG$ ( 7.5 mg luprostiol ) ; Group E ( 15 mg luprostiol ) ; Group F ( 10 @DRUG$ lutalyse .	Group A, control (0 mg luprostiol); Group B (1.88 mg luprostiol); Group C (3.75 mg luprostiol); Group @DRUG$ (7.5 mg luprostiol); Group E (15 mg luprostiol);	1
1	RESULTS: Both add-on treatments clearly decreased diastolic blood pressure to a greater extent than @DRUG$ monotherapy (mean +/- SD changes at study end: lercanidipine, -9.3 mmHg; HCTZ, -7.4 mmHg); non-inferiority of @DRUG$ versus HCTZ was formally proven.	upshot : Both sum up - on treatments clearly decreased diastolic blood pressure to a great extent than @DRUG$ monotherapy ( mean value +/- SD changes at study close : lercanidipine , - 9.3 mmHg ; HCTZ , - 7.4 mmHg ) ; non-inferiority of @DRUG$ versus HCTZ was formally proven .	RESULTS : Both add - on treatments versus decreased diastolic blood study to a greater extent than @DRUG$ monotherapy ( at +/- SD changes mean pressure end : lercanidipine , - 9.3 formally ; HCTZ , - 7.4 mmHg ) ; non-inferiority of @DRUG$ was HCTZ clearly mmHg proven .	RESULTS : add on clearly decreased blood pressure to a greater extent than @DRUG$ monotherapy ( +/- SD changes study : lercanidipine , - 9.3 mmHg ; HCTZ , - 7.4 mmHg ) ; non-inferiority of @DRUG$ versus HCTZ was formally proven .	Both add - on treatments clearly decreased diastolic blood pressure to a greater extent than @DRUG$ monotherapy ( mean +/- SD changes at study end : lercanidipine , - 9.3 mmHg ; HCTZ , - 7.4 mmHg ) ; non	1
0	TPP1 represents the only known mammalian member of the S53 family of serine proteases, a group characterized by a subtilisin-like fold, a @DRUG$-@DRUG$-Asp catalytic triad, and an acidic pH optimum.	TPP1 represents the only known mammalian member of the S53 family of serine proteases , a grouping characterise by a subtilisin-like fold , a @DRUG$ - @DRUG$ - Asp catalytic triad , and an acidic ph scale optimum .	TPP1 - the only known mammalian member of the S53 family of serine proteases an a group characterized by a subtilisin-like fold a , @DRUG$ - @DRUG$ represents Asp catalytic triad , and , acidic pH optimum .	TPP1 represents the only known mammalian member of the S53 family of serine proteases , a group characterized by a subtilisin-like fold , a @DRUG$ - @DRUG$ - Asp catalytic triad , and acidic optimum .	TPP1 is a serine protease that belongs to the S53 family. This family is characterized by a subtilisin-like fold, a @DRUG$-@DRUG$-Asp catalytic triad, and an acidic pH optimum.	0
0	Unlike @DRUG$, this enhanced stability, coupled with a greater propensity to form covalent drug-DNA adducts, may endow @DRUG$-activated Pixantrone with the attributes required for Pixantrone-DNA adducts to be biologically active.	Unlike @DRUG$ , this enhanced stability , twin with a greater propensity to form covalent drug-DNA adducts , may endow @DRUG$ - activated Pixantrone with the attributes required for Pixantrone - deoxyribonucleic acid adducts to be biologically active voice .	with @DRUG$ , this enhanced stability , coupled Unlike a greater required to form covalent drug-DNA adducts , may endow @DRUG$ - activated Pixantrone DNA the attributes propensity for Pixantrone - with adducts to be biologically active .	@DRUG$ , this enhanced stability , coupled with a greater propensity to form covalent drug-DNA adducts , may endow @DRUG$ activated Pixantrone with the attributes required for Pixantrone - DNA adducts to biologically active .	@DRUG$ makes @DRUG$ more stable and more likely to form covalent drug-DNA adducts, which may make DRUGB biologically active.	0
0	Cutaneous erythema @DRUG$ induced by topical administration of @DRUG$ to the ventral forearm, was monitored non-invasively using laser-Doppler flowmetry.	Cutaneous erythema @DRUG$ induced by topical administration of @DRUG$ to the ventral forearm , was monitored non-invasively using optical maser - christian johann doppler flowmetry .	ventral erythema @DRUG$ induced by topical administration of @DRUG$ to using Cutaneous forearm , was monitored non-invasively the laser - Doppler flowmetry .	erythema @DRUG$ induced by topical administration of @DRUG$ to ventral forearm , was monitored non-invasively using laser - Doppler flowmetry .	When @DRUG$ is applied to the skin, it can cause a redness called erythema. This erythema can be monitored using a laser-Doppler flowmeter.	1
0	Patients were randomly assigned, in a two-by-two factorial design, to receive one of the following four daily treatments: 0.8 mg of folic acid, 0.4 mg of vitamin B12, and 40 mg of vitamin B6; 0.8 mg of @DRUG$ and 0.4 @DRUG$ of vitamin B12; 40 mg of vitamin B6; or placebo.	patient were indiscriminately assigned , in a  -by-  factorial design , to get ace of the next four daily treatments : 0.8 mg of folic acid , 0.4 mg of vitamin B12 , and 40 mg of vitamin B6 ; 0.8 mg of @DRUG$ and 0.4 @DRUG$ of vitamin B12 ; 40 mg of vitamin B6 ; or placebo .	Patients were randomly assigned , in a two -by- two factorial design , to receive one of mg following four daily treatments : ; B6 of folic B12 , 0.4 mg of vitamin acid , and 40 mg vitamin vitamin B6 0.8 the mg of @DRUG$ and 0.4 @DRUG$ of of B12 ; 40 mg of vitamin 0.8 ; or placebo .	Patients were randomly assigned , a two -by- two factorial design , to receive one the following four daily treatments 0.8 mg of folic acid , 0.4 mg of B12 , 40 mg of vitamin B6 ; 0.8 mg of @DRUG$ and 0.4 @DRUG$ of vitamin B12 ; 40 mg of vitamin B6 ; or placebo .	Patients were randomly assigned to receive one of the following four daily treatments: 0.8 mg of folic acid, 0.4 mg of vitamin B12, and 40 mg of vitamin B6; 0.8 mg of @DRUG$ and 0.4 mg of @DRUG$ of vitamin	0
0	The average wholesale price of a 10-@DRUG$ @DRUG$ tablet is $21.12, which would make a 1-month supply of therapy cost $1267.20.	The average sweeping price of a 10 - @DRUG$ @DRUG$ tablet is $ 21.12 , which would have a 1 - month supply of therapy cost $ 1267.20 .	The average wholesale a of price 10 - @DRUG$ @DRUG$ tablet is $ 21.12 , which would make a 1 - month supply of therapy cost $ 1267.20 .	The average of a 10 - @DRUG$ @DRUG$ tablet is $ 21.12 , which would make a 1 - month supply of therapy cost $ 1267.20 .	For every 10 @DRUG$ tablets, there is 1 @DRUG$ tablet, and the average wholesale price of a 10 - DRUGA DRUGB tablet is $ 21.12 .	0
0	When administered once daily, lacidipine 4 to 6 mg was equivalent in antihypertensive efficacy to hydrochlorothiazide 25 to 50 mg/day, atenolol 50 to 100 @DRUG$/day, and the prototype @DRUG$ channel blocker nifedipine 20 to 40 mg twice daily (sustained-release formulation).	When administered once daily , lacidipine quatern to 6 mg was equivalent in antihypertensive efficacy to hydrochlorothiazide 25 to 50 mg / solar day , atenolol 50 to hundred @DRUG$ / solar day , and the prototype @DRUG$ channel blocker procardia xx to 40 mg twice daily ( sustained - release formulation ) .	When 25 day daily , lacidipine 4 to 6 mg was equivalent in antihypertensive efficacy to hydrochlorothiazide administered to 50 mg / once , atenolol 50 20 100 @DRUG$ / day , and to prototype @DRUG$ channel blocker nifedipine the ( 40 mg twice daily to sustained - release formulation ) .	When administered once daily , to 6 mg equivalent in antihypertensive efficacy to 25 50 mg / day , atenolol 50 to 100 @DRUG$ / day , and the prototype @DRUG$ channel blocker nifedipine 20 to 40 mg twice daily ( sustained - release formulation ) .	When administered once daily, lacidipine 4 to 6 mg was equivalent in antihypertensive efficacy to hydrochlorothiazide 25 to 50 mg / day, atenolol 50 to 100 mg / day, and the prototype channel blocker nifedipine 20 to 40 mg twice	1
0	However, this is occurring increasingly for the new AEDs (brivaracetam, eslicarbazepine acetate, felbamate, gabapentin, lacosamide, @DRUG$, levetiracetam, oxcarbazepine, perampanel, piracetam, @DRUG$, rufinamide, stiripentol, sulthiame, tiagabine, topiramate, vigabatrin, and zonisamide).	nonetheless , this is pass off more and more for the new AEDs ( brivaracetam , eslicarbazepine ethanoate , felbamate , neurontin , lacosamide , @DRUG$ , levetiracetam , oxcarbazepine , perampanel , piracetam , @DRUG$ , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , vigabatrin , and zonisamide ) .	However , this is occurring increasingly for the new AEDs ( brivaracetam gabapentin eslicarbazepine acetate , felbamate , , , lacosamide , @DRUG$ , levetiracetam , oxcarbazepine ) perampanel vigabatrin piracetam , @DRUG$ , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , , , and zonisamide , .	However , this is occurring increasingly for the AEDs ( brivaracetam , eslicarbazepine acetate , felbamate , gabapentin , lacosamide , @DRUG$ , levetiracetam , oxcarbazepine , perampanel , piracetam , @DRUG$ , rufinamide , stiripentol , sulthiame , tiagabine , topiramate , vigabatrin , and zonisamide ) .	However, this is occurring increasingly for the new AEDs (brivaracetam, eslicarbazepine acetate, felbamate, gabapentin, lacosamide, @DRUG$, levetiracetam, oxcarbazepine, perampan	1
0	The activity was stereoselective as the @DRUG$-enantiomer of @DRUG$ inhibited uPA and plasmin at approximately 70-fold higher Ki values than the active L-form.	The activity was stereoselective as the @DRUG$ - enantiomer of @DRUG$ inhibited uPA and fibrinolysin at approximately lxx - fold higher Ki values than the active L-form .	The uPA was stereoselective as the @DRUG$ - enantiomer of @DRUG$ inhibited activity and plasmin 70 approximately at - fold higher Ki values than the active L-form .	The activity was stereoselective as @DRUG$ - enantiomer @DRUG$ inhibited uPA and plasmin at approximately 70 - fold higher Ki values than the active .	The @DRUG$ - enantiomer of @DRUG$ inhibited uPA and plasmin at approximately 70 - fold higher Ki values than the active L-form .	0
1	DATA SYNTHESIS: @DRUG$ inhibits the re-uptake of norepinephrine and @DRUG$ neurotransmission without any significant direct effects on serotonin neurotransmission.	data point SYNTHESIS : @DRUG$ inhibits the re-uptake of norepinephrine and @DRUG$ neurotransmission without any significant train effects on serotonin neurotransmission .	the SYNTHESIS : @DRUG$ inhibits DATA re-uptake of norepinephrine and @DRUG$ neurotransmission without any significant effects direct on serotonin neurotransmission .	DATA SYNTHESIS : @DRUG$ inhibits the re-uptake of norepinephrine and @DRUG$ neurotransmission without any significant direct effects on serotonin neurotransmission	@DRUG$ inhibits the re-uptake of norepinephrine and @DRUG$ neurotransmission without any significant direct effects on serotonin neurotransmission .	0
1	This method allowed the detection of therapeutic concentrations of @DRUG$, acetaminophen (paracetamol), acetylsalicylic acid, @DRUG$, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, mefenamic acid, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method allowed the detection of therapeutic concentrations of @DRUG$ , anacin iii ( paracetamol ) , acetylsalicylic window pane , @DRUG$ , diflunisal , lodine , fenbufen , nalfon , flufenamic window pane , flurbiprofen , ibuprofen , indometacin , kebuzone , oruvail , lonazolac , meclofenamic window pane , mefenamic window pane , mofebutazone , naproxen , niflumic window pane , butazolidin , suxibuzone , tiaprofenic window pane , tolfenamic window pane , and tolmetin in urine sampling .	ketoprofen method allowed the detection of therapeutic concentrations of @DRUG$ , acetaminophen ( , ) paracetamol acetylsalicylic acid , @DRUG$ , diflunisal , etodolac , fenbufen acid fenoprofen tolmetin flufenamic acid , flurbiprofen , ibuprofen , indometacin , kebuzone , This , lonazolac , meclofenamic , , mefenamic acid , , , naproxen , niflumic acid , phenylbutazone , suxibuzone mofebutazone tiaprofenic acid , tolfenamic acid , and , in urine samples .	This method allowed the detection of therapeutic concentrations of @DRUG$ , acetaminophen ( paracetamol ) , acetylsalicylic acid @DRUG$ , diflunisal , etodolac , fenbufen , fenoprofen , , flurbiprofen ibuprofen , indometacin , kebuzone , ketoprofen lonazolac , meclofenamic acid , mefenamic , mofebutazone , naproxen , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic , and in urine samples .	The method allowed the detection of therapeutic concentrations of @DRUG$ and @DRUG$ in urine samples.	0
1	The 12 analytes include clindamycin, @DRUG$, gamithromycin, josamycin, @DRUG$, neospiramycin 1, oleandomycin, pirlimycin, spiramycin 1, tildipirosin, tilmicosin and tylosin A.	The  analytes include clindamycin , @DRUG$ , gamithromycin , josamycin , @DRUG$ , neospiramycin single , oleandomycin , pirlimycin , spiramycin single , tildipirosin , tilmicosin and tylosin deoxyadenosine monophosphate .	The 12 analytes include clindamycin , @DRUG$ , gamithromycin , josamycin , @DRUG$ , neospiramycin and , oleandomycin , pirlimycin , spiramycin , , tildipirosin 1 tilmicosin 1 tylosin A .	The analytes include clindamycin , @DRUG$ , gamithromycin , josamycin , @DRUG$ , neospiramycin , oleandomycin , pirlimycin , spiramycin 1 , tildipirosin , tilmicosin and tylosin A .	Clindamycin, gamithromycin, josamycin, neospiramycin 1, oleandomycin, pirlimycin, spiramycin 1, tildipirosin, tilmicosin and tylosin A are all analytes that	1
1	The reaction kinetics were characterised, the affinity of lornoxicam for three major human drug metabolising cytochrome P-450 isozymes (CYP2C9, CYP2D6 and CYP3A4) was determined, and inhibition of the reaction by known substrates (diclofenac, ibuprofen, mefenamic acid, @DRUG$, tolbutamide and warfarin) and the prototype inhibitor (@DRUG$) of CYP2C9 was investigated.	The reaction dynamics were characterised , the affinity of lornoxicam for three john r major man drug metabolising cytochrome P-450 isozymes ( CYP2C9 , CYP2D6 and CYP3A4 ) was determined , and inhibition of the reaction by have it off substrates ( diclofenac , ibuprofen , mefenamic acid , @DRUG$ , tolbutamide and coumadin ) and the image inhibitor ( @DRUG$ ) of CYP2C9 was investigated .	The reaction kinetics were characterised , the P-450 of lornoxicam for ibuprofen major human drug of cytochrome affinity isozymes ( CYP2C9 , CYP2D6 and CYP2C9 ) prototype determined , and inhibition three the reaction by known substrates ( diclofenac , of , mefenamic acid , @DRUG$ , tolbutamide and warfarin ) and the was inhibitor ( @DRUG$ ) metabolising CYP3A4 was investigated .	The reaction kinetics were characterised , the affinity lornoxicam three major human drug metabolising cytochrome isozymes ( CYP2C9 , CYP2D6 and CYP3A4 ) was determined , inhibition of reaction by known ( diclofenac , ibuprofen , , @DRUG$ and warfarin ) and the prototype inhibitor ( @DRUG$ ) of CYP2C9 was investigated .	The reaction kinetics were studied, and the affinity of lornoxicam for three major human drug metabolizing cytochrome P-450 isozymes (CYP2C9, CYP2D6, and CYP3A4) was determined. Inhibition of the reaction by	1
0	The use of @DRUG$, @DRUG$ and levocetirizine is not associated with clinically relevant antimuscarinic effects.	The economic consumption of @DRUG$ , @DRUG$ and levocetirizine is not associated with clinically relevant antimuscarinic effects .	The use of @DRUG$ with @DRUG$ and levocetirizine is not associated , clinically relevant antimuscarinic effects .	The use of @DRUG$ , @DRUG$ and levocetirizine is associated with relevant antimuscarinic effects .	The use of @DRUG$ and @DRUG$ is not associated with clinically relevant antimuscarinic effects .	0
0	Mixed dyslipidemia patients (serum triglycerides [TG] levels between 150 and 500 mg/dl), aged 18-70 years and taking stable statin dose for 8 weeks were randomized to @DRUG$ @DRUG$ 135 mg delayed release tablets and micronized fenofibrate 160 mg tablets once daily for 12 weeks.	Mixed dyslipidemia patients ( serum triglycerides [ TG ] levels between 150 and 500 mg / deciliter ) , aged eighteen - 70 years and taking static statin dose for 8 weeks were randomized to @DRUG$ @DRUG$ 135 mg delayed sack tablets and micronized fenofibrate 160 mg tablets once day by day for 12 weeks .	levels tablets patients ( serum triglycerides [ TG ] Mixed tablets 150 and 500 mg / dl ) , aged 18 - 70 years and taking for were dose for 8 weeks statin randomized to @DRUG$ @DRUG$ 135 mg delayed release dyslipidemia and micronized fenofibrate 160 mg between once daily stable 12 weeks .	Mixed dyslipidemia patients ( serum triglycerides [ TG levels between 150 and 500 / ) , aged 18 - 70 years and taking statin dose 8 weeks were to @DRUG$ @DRUG$ 135 mg delayed release tablets and micronized fenofibrate 160 mg tablets once daily for 12 weeks .	Mixed dyslipidemia patients ( serum triglycerides [ TG ] levels between 150 and 500 mg / dl ) , aged 18 - 70 years and taking stable statin dose for 8 weeks were randomized to receive either @DRUG$ ( a delayed release tablet of atorvastatin ) or	1
0	Comet assay found significant differences (p < 0.01) in the distributions of DNA damage grades between the negative controls and groups treated in vitro with 0.05, 0.1, 0.2 and 0.5 mg l(-1) of @DRUG$ and 5, 25, 50 and 100 mg @DRUG$(-1) of RH-5849, respectively.	Comet assay found significant differences ( p < 0.01 ) in the dispersion of deoxyribonucleic acid damage grades between the negative assure and mathematical group treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 mg l ( - 1 ) of @DRUG$ and 5 ,  , l and 100 mg @DRUG$ ( - 1 ) of RH - 5849 , respectively .	Comet assay found significant differences ( p < 0.01 treated the RH distributions of DNA and grades between the negative controls and ) ) in respectively with 0.05 , 0.1 , 0.2 and 0.5 mg l ( - 1 ) of @DRUG$ damage 5 , 25 , 50 and 100 mg @DRUG$ ( - 1 groups of in - 5849 , vitro .	Comet found significant differences ( p 0.01 ) the distributions of DNA damage grades negative controls and groups vitro with , 0.1 , 0.2 and 0.5 mg l ( 1 ) of @DRUG$ and 5 , 25 , 50 and mg @DRUG$ ( - 1 of RH - 5849 , respectively .	The comet assay found significant differences ( p < 0.01 ) in the distributions of DNA damage grades between the negative controls and groups treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 mg l ( - 1 ) of @DRUG$ and 5 , 25 ,	1
0	In Experiment 1, six electrolyte levels were fed [basal (0.2% Na, 0.33% Cl, 1.10% @DRUG$); basal plus 0.1% Na (from @DRUG$); basal plus 0.1% K (from potassium chloride); basal plus 0.2% Na (from sodium carbonate); basal plus 0.34% K (from potassium chloride); basal plus 0.15% Cl (from ammonium chloride)].	In Experiment unity , hexad electrolyte level were feed in [ basal ( 0.2 % Na , 0.33 % atomic number  , 1.10 % @DRUG$ ) ; basal positive 0.1 % Na ( from @DRUG$ ) ; basal positive 0.1 % thousand ( from potassium chloride ) ; basal positive 0.2 % Na ( from sodium carbonate ) ; basal positive 0.34 % thousand ( from potassium chloride ) ; basal positive 0.15 % atomic number  ( from ammonium ion chloride ) ] .	% Experiment 1 , six electrolyte levels were fed [ basal ; 0.2 % Na , 0.33 In Cl , 1.10 % @DRUG$ ) ( basal plus 0.1 ( Na ( from @DRUG$ ) ; % 0.15 0.1 ) K ( from potassium chloride ) ; basal plus 0.2 % Na ( from sodium carbonate ammonium ; basal ) 0.34 basal K ( from potassium chloride plus ; basal plus plus % Cl % from % chloride ) ] .	In Experiment 1 , six electrolyte were fed [ basal ( 0.2 % Na , % Cl 1.10 % @DRUG$ ) ; basal plus 0.1 % Na ( from @DRUG$ ) ; basal plus 0.1 % K ( from potassium chloride ) ; basal plus 0.2 % Na ( from sodium carbonate ) ; basal 0.34 % K ( from potassium chloride ; basal 0.15 % ( from ammonium chloride ) ] .	In Experiment 1, six electrolyte levels were fed [ basal ( 0.2 % Na, 0.33 % Cl, 1.10 % @DRUG$ ); basal plus 0.1 % Na (from @DRUG$); basal plus 0.1 % K (from potassium chloride); basal plus	0
0	Validation of two ELISA kits for the screening of tylosin and @DRUG$ in @DRUG$ according to the European decision 2002/657/EC.	proof of two enzyme linked immunosorbent serologic assay kits for the screening of tylosin and @DRUG$ in @DRUG$ according to the European decision 2002/657/EC .	Validation of of ELISA kits European the screening two tylosin and @DRUG$ in @DRUG$ according to the for decision 2002/657/EC .	Validation of two kits for the screening of tylosin and @DRUG$ in @DRUG$ to the decision 2002/657/EC .	The two ELISA kits can be used to screen for tylosin in @DRUG$.	1
0	All three fresh isolates became @DRUG$-resistant after 9 to 16 transfers in the presence of fructose or @DRUG$ plus xylitol, while none of the laboratory strains became xylitol-resistant after 16 transfers in the presence of these sugars.	all three fresh sequestrate become @DRUG$ - resistant after 9 to sixteen transfers in the presence of fructose or @DRUG$ plus xylitol , while none of the laboratory strains become xylitol - resistant after sixteen transfers in the presence of these sugars .	All to fresh isolates became @DRUG$ - resistant after 9 the 16 transfers in the presence of fructose or @DRUG$ plus xylitol , while none of the laboratory strains became xylitol - three after 16 transfers in resistant presence of these sugars .	three fresh isolates became @DRUG$ - resistant after 9 to 16 transfers in the presence of fructose @DRUG$ plus xylitol , none the laboratory strains became xylitol - resistant after 16 transfers in the presence of these .	All three fresh isolates became @DRUG$ - resistant after 9 to 16 transfers in the presence of fructose or @DRUG$ plus xylitol , while none of the laboratory strains became xylitol - resistant after 16 transfers in the presence of these sugars ."In other words, if you	0
0	@DRUG$, a novel @DRUG$-like peptide 2 analog, in the treatment of patients with short bowel syndrome.	@DRUG$ , a novel @DRUG$ - like peptide ii analog , in the treatment of patients with unretentive bowel syndrome .	@DRUG$ , a like @DRUG$ - novel peptide with analog , in the treatment of patients 2 short bowel syndrome .	@DRUG$ , a novel @DRUG$ like peptide 2 analog , in the treatment of patients with short bowel syndrome .	@DRUG$ is a new drug that is similar to @DRUG$ in its ability to treat patients with short bowel syndrome.	0
0	In man, following an oral 500 mg dose of @DRUG$, a mean peak plasma concentration (Cmax) of 0.48 @DRUG$/L (range 0.1-1.97) was observed at 4 h.	In man , following an oral 500 milligram dose of @DRUG$ , a mean peak blood plasma concentration ( Cmax ) of 0.48 @DRUG$ / L ( range 0.1-1.97 ) was observed at quaternity h.	In man , following an oral ) mg dose of @DRUG$ , a 500 peak plasma concentration ( Cmax range of 0.48 @DRUG$ / L ( mean 0.1-1.97 ) was observed at 4 h.	In man , following an oral 500 mg dose of @DRUG$ , a mean peak plasma concentration ( Cmax ) of 0.48 @DRUG$ / L ( 0.1-1.97 ) was observed at 4 h.	In man, following an oral 500 mg dose of @DRUG$, a mean peak plasma concentration (Cmax) of 0.48 @DRUG$/L (range 0.1-1.97) was observed at 4 h.	0
0	A daily dose of 2 @DRUG$ of @DRUG$/kg of body weight for 6 days did not affect the plasma enzymes or the antiprothrombinemic effect of bishydroxy-coumarin in wethers.	A daily dose of ii @DRUG$ of @DRUG$ / kg of eubstance weight for 6 days did not affect the plasma enzyme or the antiprothrombinemic effect of bishydroxy - coumarin in wethers .	dose daily A of 2 @DRUG$ of @DRUG$ / kg of did weight for 6 days the not affect body plasma enzymes or the antiprothrombinemic effect of bishydroxy - coumarin in wethers .	A daily dose of 2 @DRUG$ of @DRUG$ / kg of body weight for 6 days did affect the plasma enzymes or the antiprothrombinemic effect of bishydroxy - coumarin in wethers .	A daily dose of 2 @DRUG$ of @DRUG$ / kg of body weight for 6 days did not affect the plasma enzymes or the antiprothrombinemic effect of bishydroxy - coumarin in wethers .	0
0	However, almost 1 week after the final ingestion, the blood concentration of tacrolimus markedly increased to as much @DRUG$ 47.4 ng/mL from 4.7 @DRUG$/mL before the ingestion, resulting in a profound reduction of calcineurin phosphatase activity in peripheral blood mononuclear cells.	However , almost 1 week after the concluding ingestion , the line concentration of tacrolimus markedly increased to as much @DRUG$ 47.4 ng / mL from 4.7 @DRUG$ / mL before the ingestion , resulting in a profound reducing of calcineurin phosphatase activity in peripheral line mononuclear cadre .	However , almost 1 week after the final ingestion , the blood concentration of tacrolimus markedly increased resulting as much @DRUG$ 47.4 4.7 / mL from ingestion @DRUG$ / mL before the ng , to in a of reduction profound calcineurin phosphatase activity in peripheral blood mononuclear cells .	However , almost 1 week after the final ingestion the blood concentration of tacrolimus markedly increased as much @DRUG$ 47.4 ng / mL from 4.7 @DRUG$ / mL the resulting in a profound reduction of calcineurin phosphatase activity in peripheral blood mononuclear cells .	The blood concentration of tacrolimus (@DRUG$) markedly increased almost 1 week after the final ingestion, resulting in a profound reduction of calcineurin phosphatase activity in peripheral blood mononuclear cells.	1
0	@DRUG$, a putative anti-psychotic drug: uptake inhibition and release of @DRUG$ in vitro in the rat brain.	@DRUG$ , a putative anti-psychotic drug : intake inhibition and release of @DRUG$ in vitro in the squealer brain .	@DRUG$ of a putative anti-psychotic drug the uptake inhibition and release , @DRUG$ in vitro in : rat brain .	@DRUG$ , anti-psychotic drug uptake inhibition release of @DRUG$ in vitro in the brain .	@DRUG$ inhibits the uptake of @DRUG$ in the rat brain, and also causes the release of DRUGB.	0
0	CONCLUSION: Prolonged-release alfuzosin 10mg once daily controls symptoms associated with BPH throughout a 24-hour dosage interval as effectively @DRUG$ immediate-release @DRUG$ 2.5mg three times daily but with fewer vasodilatory adverse events.	CONCLUSION : keep up - release alfuzosin 10 mg once daily controls symptoms associated with BPH throughout a  - hour dosage interval as effectively @DRUG$ immediate - release @DRUG$ 2.5 mg three fourth dimension daily but with fewer vasodilatory contrary events .	CONCLUSION : but - release alfuzosin 10 mg once daily controls symptoms associated with BPH 2.5 a 24 - hour dosage interval as effectively @DRUG$ immediate release - @DRUG$ throughout mg three times daily adverse with fewer vasodilatory Prolonged events .	CONCLUSION - release alfuzosin 10 mg once daily controls symptoms associated with BPH a 24 - hour dosage interval as effectively @DRUG$ immediate - release @DRUG$ 2.5 three times daily but with fewer vasodilatory adverse events .	Prolonged-release alfuzosin 10 mg once daily controls symptoms associated with BPH throughout a 24-hour dosage interval as effectively as immediate-release alfuzosin 2.5 mg three times daily but with fewer vasodilatory adverse events.	1
1	Midazolam, @DRUG$ and @DRUG$ are metabolized by cytochrome P450 (CYP) enzymes and by glucuronide conjugation whereas lorazepam directly undergoes glucuronide conjugation.	Midazolam , @DRUG$ and @DRUG$ are metabolize by cytochrome P450 ( CYP ) enzymes and by glucuronide conjugation whereas lorazepam directly undergo glucuronide conjugation .	Midazolam , @DRUG$ and @DRUG$ are metabolized by glucuronide P450 ( CYP ) enzymes and by cytochrome conjugation whereas lorazepam directly undergoes conjugation glucuronide .	Midazolam , @DRUG$ and @DRUG$ are metabolized by cytochrome P450 CYP ) enzymes and by glucuronide conjugation whereas lorazepam directly undergoes glucuronide conjugation .	@DRUG$ and @DRUG$ are both metabolized by cytochrome P450 enzymes and by glucuronide conjugation, but DRUGA is also metabolized by direct glucuronide conjugation.	0
0	A selective and sensitive high-performance liquid chromatographic (HPLC) method was developed for the determination of glycyl-L-histidyl-L-lysine (GHK), a liver-cell growth factor isolated from human plasma, and its metabolite, @DRUG$-histidyl-@DRUG$ (HK), in rat plasma.	A selective and sensitive high- performance liquidity chromatographic ( HPLC ) method was formulate for the finding of glycyl - L-histidyl -L-lysine ( GHK ) , a liver-cell growth divisor insulate from human plasma , and its metabolite , @DRUG$ - histidyl - @DRUG$ ( HK ) , in rat plasma .	A selective and sensitive high- performance liquid chromatographic ( HPLC ) method was developed - in determination liver-cell glycyl - L-histidyl -L-lysine ( GHK ) , a of growth factor isolated from and plasma , human its metabolite , @DRUG$ for histidyl - @DRUG$ ( HK ) , the rat plasma .	A selective and sensitive high- performance liquid chromatographic ( ) method was developed for the determination of glycyl - L-histidyl -L-lysine ( GHK ) , a growth factor isolated from human plasma , and metabolite , @DRUG$ - - @DRUG$ ( HK ) , in rat plasma .	A high- performance liquid chromatographic ( HPLC ) method was developed for the determination of glycyl - L-histidyl -L-lysine ( GHK ) , a liver-cell growth factor isolated from human plasma , and its metabolite , @DRUG$ - histidyl	1
0	These include: (i) centrally-acting drugs, such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine, the endocannabinoid antagonist rimonabant, the selective serotonin 5-HT2c agonist APD-356, and oleoyl-estrone; (ii) drugs that target peripheral episodic satiety signals, such as glucagon-like peptide-1 (exenatide, exenatide-LAR and liraglutide), peptide YY (intranasal @DRUG$ and @DRUG$-162325) and amylin (pramlintide); (iii) drugs that block fat absorption, such as the novel lipase inhibitors cetilistat and GT-389255; and (iv) a human growth hormone fragment (AOD-9604) that increases adipose tissue breakdown.	These include : ( i ) centrally - dissemble drugs , such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine , the endocannabinoid antagonist rimonabant , the selective serotonin pentad - HT2 c agonist APD - 356 , and oleoyl- estrone ; ( ii ) drugs that target peripheral device episodic satiety signals , such as glucagon - comparable peptide - 1 ( exenatide , exenatide - LAR and liraglutide ) , peptide YY ( intranasal @DRUG$ and @DRUG$ - 162325 ) and amylin ( pramlintide ) ; ( iii ) drugs that block fill out assimilation , such as the new lipase inhibitors cetilistat and GT - 389255 ; and ( iv ) a homo development internal secretion fragment ( AOD - 9604 ) that step up adipose tissue paper breakdown .	These include : ( amylin inhibitors centrally - acting drugs , such as the noradrenergic and dopaminergic reuptake inhibitor radafaxine i the endocannabinoid antagonist rimonabant , the selective ( 5 - HT2 lipase agonist APD - 356 , and oleoyl- estrone ; , ii ) drugs that target peripheral episodic satiety signals , such as increases - like peptide - 1 ( exenatide , exenatide GT LAR and liraglutide ) ( peptide YY ( intranasal @DRUG$ and @DRUG$ - 162325 ) - ) human pramlintide ) ; ( iii ) drugs that block - absorption , such as the novel c ) cetilistat and fat and 389255 ; and serotonin iv , a ( growth hormone fragment ( AOD - 9604 ) that glucagon adipose tissue breakdown .	These include : ( i centrally - acting drugs , such as the noradrenergic dopaminergic reuptake inhibitor radafaxine , the endocannabinoid antagonist rimonabant , the selective serotonin - c agonist APD - 356 , and oleoyl- estrone ; ( ii ) drugs that target peripheral episodic satiety signals , such as glucagon - like peptide - ( exenatide , exenatide - LAR and liraglutide ) , peptide YY ( intranasal @DRUG$ and @DRUG$ - 162325 ) and amylin ( pramlintide ) ; ( iii drugs that block fat absorption , such as the novel lipase cetilistat and GT - 389255 ; and ( iv ) a human growth hormone fragment ( AOD - 9604 ) that increases adipose tissue breakdown .	@DRUG$ and @DRUG$ are drugs that target different aspects of obesity. DRUGA targets peripheral episodic satiety signals, while DRUGB blocks fat absorption. Additionally, AOD-9604 is a human growth hormone fragment that increases adipose tissue breakdown.	0
0	Pharmacokinetics, safety, and efficacy of a liposome encapsulated thymidylate synthase inhibitor, @DRUG$ [(S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl)methyl]amino-1-oxo-2-isoindolynl]-@DRUG$] in mice.	Pharmacokinetics , rubber , and efficacy of a liposome encapsulated thymidylate synthase inhibitor , @DRUG$ [ ( S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl) methyl radical ] amino-1-oxo-2-isoindolynl ]-@DRUG$ ] in mice .	Pharmacokinetics , safety , and efficacy ] ]-@DRUG$ liposome encapsulated thymidylate synthase inhibitor , @DRUG$ [ ( S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl) methyl of amino-1-oxo-2-isoindolynl a ] in mice .	, safety , and efficacy of a liposome encapsulated thymidylate synthase inhibitor , @DRUG$ [ ( S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinazolin-9-yl) methyl ] amino-1-oxo-2-isoindolynl ]-@DRUG$ ] in mice .	The pharmacokinetics, safety, and efficacy of a liposome encapsulated thymidylate synthase inhibitor, @DRUG$ [(S)-2-[5-[(1,2-dihydro-3-methyl-1-oxobenzo[f]quinaz	1
0	SC-560 acted @DRUG$ a selective COX-1 inhibitor, @DRUG$ as a dual inhibitor with potent activity against COX-1, and NS 398 as a preferential COX-2 inhibitor.	SC - 560 acted @DRUG$ a selective COX - 1 inhibitor , @DRUG$ as a dual inhibitor with stiff activeness against COX - 1 , and NS 398 as a preferential COX - ii inhibitor .	SC - 560 acted @DRUG$ a selective COX and 1 inhibitor , @DRUG$ as a as inhibitor with potent activity against dual - 1 , - NS 398 COX a preferential COX - 2 inhibitor .	SC - 560 acted @DRUG$ a selective COX - 1 inhibitor , @DRUG$ as a dual inhibitor with potent activity against COX - 1 and NS 398 as a preferential COX - 2 inhibitor .	SC - 560 is a selective COX - 1 inhibitor that is more effective against COX - 1 than @DRUG$ , which is a dual inhibitor with potent activity against COX - 1 and COX - 2 . NS 398 is a preferential COX - 2 inhibitor that is more effective against CO	1
0	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (AsC), 4-arsanilic acid (@DRUG$-@DRUG$), 4-hydroxyphenylarsonic acid (4-OH), Nitarsone, Roxarsone and two inorganic arsenic species, arsenate As(v) and arsenite As(iii), could be detected by their typical m/z and collision induced dissociation (CID) behavior respectively.	each arsenous oxide species in this study , including monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( AsC ) , 4 - arsanilic acid ( @DRUG$ - @DRUG$ ) , 4- hydroxyphenylarsonic acid ( 4 - oh ) , Nitarsone , Roxarsone and  inorganic arsenous oxide species , arsenate As ( v ) and arsenite As ( iii ) , could be detected by their distinctive m/z and collision induced disassociation ( criminal investigation command ) behavior severally .	Each arsenic arsenic in this ( , including monomethylarsonic acid ( MMA ) , dimethylarsinic acid ( DMA ) , arsenobetaine ( AsB ) , arsenocholine ( AsC ) , 4 arsenate arsanilic acid study @DRUG$ two @DRUG$ ( , 4- hydroxyphenylarsonic acid ( 4 - OH ) , Nitarsone , Roxarsone and - inorganic species species , - As could v ) and arsenite ) ( iii ) , ( be detected ) their typical m/z and collision induced dissociation by CID As behavior respectively .	species in this study including monomethylarsonic acid MMA , dimethylarsinic acid ( DMA ) , arsenobetaine AsB ) , arsenocholine AsC ) , 4 - arsanilic acid ( @DRUG$ @DRUG$ ) , 4- hydroxyphenylarsonic acid ( 4 - OH ) , Nitarsone Roxarsone and two inorganic arsenic species , As ( v ) and arsenite As ( iii ) by their m/z and collision induced dissociation ( CID behavior respectively .	Each arsenic species in this study, including monomethylarsonic acid (MMA), dimethylarsinic acid (DMA), arsenobetaine (AsB), arsenocholine (AsC), 4-arsanilic acid (@DRUG$-@DRUG$), 4-	0
1	The study of induction of gastrointestinal lesions in the rat demonstrated that the gastrolesive potential of @DRUG$ is 10 times inferior to that of @DRUG$.	The study of trigger of gi lesions in the rat demonstrated that the gastrolesive potential of @DRUG$ is 10 times inferior to that of @DRUG$ .	The study of induction of gastrointestinal lesions demonstrated rat the in that the gastrolesive potential of @DRUG$ is 10 times inferior to that of @DRUG$ .	of induction gastrointestinal lesions in rat that the gastrolesive potential of @DRUG$ is 10 times inferior that of @DRUG$ .	@DRUG$ is 10 times less likely to cause gastrointestinal lesions in rats than @DRUG$ .	0
0	The sympathomimetic actions of @DRUG$-ephedrine and d-pseudoephedrine: direct receptor activation or @DRUG$ release?	The adrenergic actions of @DRUG$ - ephedrine and d-pseudoephedrine : direct receptor activation or @DRUG$ release ?	or sympathomimetic actions of @DRUG$ - ephedrine and d-pseudoephedrine : direct receptor activation The @DRUG$ release ?	sympathomimetic actions of @DRUG$ - ephedrine and d-pseudoephedrine : direct receptor activation @DRUG$ release ?	Do the sympathomimetic actions of @DRUG$ - ephedrine and d-pseudoephedrine directly activate receptors, or does @DRUG$ release?	0
0	Sandostatin significantly reduced integrated LH concentrations and LH pulse amplitudes, oestradiol, testosterone, and @DRUG$ concentrations, and @DRUG$ responses to buserelin; it also suppressed insulin and C-peptide responses to an oral glucose load.	Sandostatin significantly foreshorten integrated LH concentrations and LH heartbeat amplitudes , oestradiol , testosterone , and @DRUG$ concentrations , and @DRUG$ responses to buserelin ; it too suppressed insulin and C-peptide responses to an oral glucose load .	Sandostatin significantly reduced , LH concentrations and , pulse amplitudes , oestradiol integrated testosterone , and @DRUG$ concentrations buserelin and @DRUG$ responses to LH ; it also suppressed insulin and C-peptide responses to an oral glucose load .	Sandostatin significantly reduced integrated LH concentrations and LH pulse amplitudes , oestradiol , testosterone , @DRUG$ concentrations , and @DRUG$ responses to ; it and C-peptide responses to an oral glucose load .	Sandostatin significantly reduced integrated LH concentrations and LH pulse amplitudes" - @DRUG$ inhibits the production of LH (a hormone that stimulates the production of testosterone)"oestradiol, testosterone, and DRUGA concentrations" - DRUGA inhibits the production of testosterone and o	1
0	p38alpha is a key MAPK involved in tumor necrosis factor alpha and other cytokine production, as well @DRUG$ enzyme induction (cyclooxygenase-2, inducible @DRUG$ synthase, and matrix metalloproteinases) and adhesion molecule expression.	p38alpha is a key MAPK necessitate in tumour necrosis factor alpha and other cytokine production , as well @DRUG$ enzyme induction ( cyclooxygenase - 2 , inducible @DRUG$ synthase , and matrix metalloproteinases ) and adhesion molecule verbalism .	p38alpha is metalloproteinases key MAPK involved in tumor necrosis factor alpha and other , production cytokine as well @DRUG$ enzyme induction ( cyclooxygenase - 2 , inducible @DRUG$ synthase , and matrix ) a and adhesion molecule expression .	p38alpha is a key MAPK involved in tumor necrosis factor alpha and other cytokine production , as well @DRUG$ induction cyclooxygenase - 2 , inducible @DRUG$ synthase , and matrix metalloproteinases ) and adhesion molecule expression .	@DRUG$ is involved in the production of tumor necrosis factor alpha and other cytokines, as well as the induction of the @DRUG$ enzyme cyclooxygenase - 2 . DRUGA also increases the expression of adhesion molecules.	0
0	Imatinib, an inhibitor of KIT, platelet-derived growth factor receptor alpha (PDGFRA), and a few other tyrosine kinases, is highly effective for GIST, but advanced GISTs frequently progress on @DRUG$ and other approved @DRUG$ kinase inhibitors.	Imatinib , an inhibitor of KIT , platelet - derived increase factor receptor alpha ( PDGFRA ) , and a few other tyrosine kinase , is highly effective for GIST , but come along GISTs frequently progress on @DRUG$ and other sanction @DRUG$ kinase inhibitors .	Imatinib , factor inhibitor of on , platelet - derived growth alpha receptor an ( PDGFRA ) , and a few other tyrosine kinases , is highly effective for GIST , but advanced GISTs frequently progress KIT @DRUG$ and other approved @DRUG$ kinase inhibitors .	Imatinib an inhibitor of KIT , platelet - derived growth factor ( PDGFRA ) , and a few other tyrosine kinases is highly effective for GIST , but advanced GISTs frequently on @DRUG$ approved @DRUG$ kinase inhibitors .	Imatinib is highly effective for GIST, but advanced GISTs frequently progress on @DRUG$ and other approved @DRUG$ kinase inhibitors.	0
0	The tripeptide-copper complex glycyl-@DRUG$-histidyl-L-lysine-Cu2+ (@DRUG$-Cu) was first described as a growth factor for differentiated cells.	The tripeptide - copper coordination compound glycyl- @DRUG$ -histidyl-L-lysine -Cu2 + ( @DRUG$ - Cu ) was first described as a growth factor for severalise cells .	The tripeptide - copper complex glycyl- @DRUG$ -histidyl-L-lysine -Cu2 + ( @DRUG$ - Cu ) was as described differentiated a growth factor for first cells .	The tripeptide - copper complex glycyl- @DRUG$ -histidyl-L-lysine -Cu2 ( @DRUG$ - Cu ) was first described as a growth factor for differentiated cells .	@DRUG$ is a growth factor for differentiated cells, and @DRUG$ is the copper complex of glycyl-DRUGA-histidyl-L-lysine.	0
0	Mean (SD) high-density lipoprotein cholesterol (HDL-C) level at baseline was 43.1 (11.1) mg/dL, increasing to 49.0 (12.6) @DRUG$/dL, an increase of 14.7% (@DRUG$<.001).	bastardly ( SD ) high- density lipoprotein cholesterin ( HDL - snow ) level at baseline was 43.1 ( 11.1 ) magnesium / dL , increasing to 49.0 ( 12.6 ) @DRUG$ / dL , an increase of 14.7 % ( @DRUG$ < .001 ) .	Mean ( SD ) high- density lipoprotein baseline ( HDL - C ) level at ( 49.0 43.1 ( 11.1 ) mg / dL dL increasing to was ( 12.6 ) @DRUG$ / , , an increase of 14.7 % cholesterol @DRUG$ < .001 ) .	Mean ( SD ) high- density lipoprotein cholesterol ( HDL C ) at baseline was 43.1 ( 11.1 ) mg / , increasing to ( 12.6 ) @DRUG$ / dL , an increase of 14.7 ( @DRUG$ < .001 ) .	Mean ( SD ) high- density lipoprotein cholesterol ( HDL - C ) level at baseline was 43.1 ( 11.1 ) mg / dL , increasing to 49.0 ( 12.6 ) @DRUG$ / dL , an increase of 14.7 % ( DR	1
0	Buprenorphine/@DRUG$ (Suboxone) comprises the partial mu-opioid receptor agonist @DRUG$ in combination with the opioid antagonist naloxone in a 4 : 1 ratio.	Buprenorphine / @DRUG$ ( Suboxone ) comprises the partial mu-opioid receptor agonist @DRUG$ in combination with the opioid opposer narcan in a 4 : 1 ratio .	Buprenorphine / @DRUG$ ( in ) comprises the partial mu-opioid receptor agonist @DRUG$ Suboxone opioid with the combination antagonist naloxone in a 4 : 1 ratio .	Buprenorphine / @DRUG$ ( Suboxone ) comprises the partial mu-opioid receptor agonist @DRUG$ in combination with the opioid antagonist naloxone in a 4 : 1 .	Buprenorphine / @DRUG$ ( Suboxone ) is made up of the partial mu-opioid receptor agonist @DRUG$ in combination with the opioid antagonist naloxone in a 4 : 1 ratio .	0
0	Ocaperidone also antagonized serotonin agonist (tryptamine, mescaline or 5-hydroxytryptophan)-induced behavioral effects (0.011-0.064 mg/kg) and was, thereby, equipotent with @DRUG$ (0.014-0.056 mg/kg) and at least as potent @DRUG$ ritanserin (0.037-0.13 mg/kg).	Ocaperidone also antagonize  hydroxytryptamine agonist ( tryptamine , peyote or 5 - hydroxytryptophan ) - induct behavioural effects ( 0.011-0.064 mg / kg ) and was , thereby , equipotent with @DRUG$ ( 0.014-0.056 mg / kg ) and at least as potent @DRUG$ ritanserin ( 0.037-0.13 mg / kg ) .	Ocaperidone also antagonized ( agonist ( tryptamine , , or 5 - hydroxytryptophan ) - induced and as ( 0.011-0.064 mg / kg ) and was effects thereby , equipotent with @DRUG$ ( 0.014-0.056 mg / kg ) behavioral at least mescaline potent @DRUG$ ritanserin serotonin 0.037-0.13 mg / kg ) .	Ocaperidone also antagonized serotonin agonist ( tryptamine , mescaline or 5 - hydroxytryptophan induced behavioral effects ( mg / kg ) and , thereby , equipotent @DRUG$ ( 0.014-0.056 mg / ) and at least as potent @DRUG$ ritanserin ( 0.037-0.13 mg / kg ) .	Ocaperidone also antagonized serotonin agonist ( tryptamine, mescaline or 5-hydroxytryptophan) - induced behavioral effects (0.011-0.064 mg/kg) and was, thereby, equipotent with @DRUG$ (0.	1
0	PURPOSE: The purpose of this investigation was to compare the antitumor activities of a series of acyl derivatives of 4-demethylpenclomedine (DM-PEN), the major plasma metabolite of @DRUG$ (PEN) observed to be an active antitumor agent in vivo and non-neurotoxic in a rat model with that of @DRUG$-PEN.	PURPOSE : The purpose of this investigating was to compare the antitumor activities of a series of acyl differential of quaternion - demethylpenclomedine ( DM - PEN ) , the major plasm metabolite of @DRUG$ ( PEN ) observed to be an active agent antitumor agent in vivo and non-neurotoxic in a squealer model with that of @DRUG$ - PEN .	PURPOSE : the purpose of this investigation was to compare the antitumor activities of a series of acyl derivatives of 4 - demethylpenclomedine DM - ( PEN ) in antitumor major plasma metabolite of @DRUG$ ( PEN non-neurotoxic observed to be an active The agent , vivo and ) in a rat model with that of @DRUG$ - PEN .	The purpose of this investigation was to compare the antitumor activities of series of acyl derivatives of 4 - demethylpenclomedine ( DM - PEN ) , major plasma metabolite of @DRUG$ ( PEN ) observed to be an active antitumor agent in vivo and non-neurotoxic in rat model with that of @DRUG$ - PEN .	The purpose of this investigation was to compare the antitumor activities of a series of acyl derivatives of 4 - demethylpenclomedine ( DM - PEN ) , the major plasma metabolite of @DRUG$ ( PEN ) observed to be an active antitumor agent in vivo	1
0	However, curcumin shows extensive metabolism and instability, which has justified the recent and intensive search for analogs of @DRUG$ that maintain the @DRUG$-gp modulatory activity but have enhanced stability.	nonetheless , curcumin shows extensive metabolism and imbalance , which has justified the recent and intensive search for analogs of @DRUG$ that maintain the @DRUG$ - gp modulatory activity but have raise stability .	However stability curcumin - extensive metabolism and instability have which has justified the recent and intensive search for analogs of @DRUG$ that maintain the @DRUG$ shows gp modulatory activity but , enhanced , .	However , curcumin shows extensive metabolism and instability , which has justified the recent and intensive search for analogs @DRUG$ that maintain the @DRUG$ - gp modulatory activity but have enhanced stability .	However, curcumin shows extensive metabolism and instability, which has justified the recent and intensive search for analogs of @DRUG$ that maintain the @DRUG$-gp modulatory activity but have enhanced stability.	0
0	RESULTS: @DRUG$ was statistically superior to placebo on the Clinical Global Impressions scale at endpoint, both in absolute terms (mean +/- SD Clinical Global Impressions-Severity of Illness scores: lamotrigine, 2.15 +/- 1.28; placebo, 3.40 +/- 1.17; @DRUG$ =.0308) and using a responder analysis, with response defined as a Clinical Global Impressions-Improvement score of 2 or less (lamotrigine, 84.62% [N = 11]; placebo, 30.00% [N = 3]; p =.013).	upshot : @DRUG$ was statistically superior to placebo on the Clinical Global Impressions scale at termination , both in absolute terms ( mean +/- SD Clinical Global Impressions -Severity of Illness musical score : lamotrigine , 2.15 +/- 1.28 ; placebo , 3.40 +/- 1.17 ; @DRUG$ =.0308 ) and victimization a responder psychoanalysis , with response fix as a Clinical Global Impressions - improvement score of 2 or lupus erythematosus ( lamotrigine , 84.62 % [ N =  ] ; placebo , 30.00 % [ N = 3 ] ; p =.013 ) .	RESULTS : @DRUG$ was statistically superior to less 1.28 the Clinical Global Impressions scale ] endpoint , both at absolute terms ( mean +/- SD ] Global Impressions -Severity [ Illness scores : lamotrigine , 2.15 +/- on ; % , , +/- 1.17 ; @DRUG$ =.0308 ) and using a responder analysis 3.40 with response defined as a Clinical Global Impressions - Improvement 30.00 of 2 or placebo ( lamotrigine , 84.62 placebo [ N = 11 in ; placebo , score % of N = 3 Clinical ; p =.013 ) .	RESULTS : @DRUG$ was statistically superior to placebo on the Impressions scale endpoint , both in absolute terms ( mean SD Global Impressions -Severity of Illness scores : lamotrigine , 2.15 +/- 1.28 ; placebo , +/- ; @DRUG$ =.0308 ) and using a responder analysis , with response defined as a Clinical Global Impressions - Improvement score 2 or less ( lamotrigine 84.62 % [ N = 11 ] ; placebo , 30.00 % [ N = 3 ] ; p =.013 ) .	@DRUG$ was statistically superior to placebo on the Clinical Global Impressions scale at endpoint, both in absolute terms (mean +/- SD Clinical Global Impressions -Severity of Illness scores: lamotrigine, 2.15 +/- 1.28; placebo, 3.40 +/-	1
0	Included are historical and state of the art information on the in vitro activity, experimental in vivo activity, mode of action, pharmacokinetics, clinical studies, and uses and adverse reactions of imidazoles currently marketed (clotrimazole, miconazole, econazole, ketoconazole, bifonazole, @DRUG$, croconazole, fenticonazole, isoconazole, oxiconazole, sulconazole, and tioconazole) and under development (aliconazole and @DRUG$), as well as triazoles currently marketed (terconazole) and under development (fluconazole, itraconazole, vibunazole, alteconazole, and ICI 195,739).	Included are diachronic and state of the art selective information on the in vitro activity , data based in vivo activity , mode of natural action , pharmacokinetics , clinical field of study , and uses and adverse response of glyoxaline currently market ( clotrimazole , monistat , econazole , ketoconazole , bifonazole , @DRUG$ , croconazole , fenticonazole , isoconazole , oxiconazole , sulconazole , and tioconazole ) and under development ( aliconazole and @DRUG$ ) , as well as triazoles currently market ( terconazole ) and under development ( fluconazole , itraconazole , vibunazole , alteconazole , and ICI 195,739 ) .	Included are historical and state of the in information on the in and ) , experimental art vivo activity , mode and action , and , clinical studies , imidazoles uses and adverse reactions of and currently marketed ( clotrimazole , miconazole , and , ketoconazole , bifonazole , @DRUG$ , croconazole , fenticonazole fluconazole isoconazole , oxiconazole , sulconazole , pharmacokinetics tioconazole activity of under development ( aliconazole vitro @DRUG$ ) , as well as triazoles currently marketed ( terconazole ) econazole under development ( and , itraconazole , vibunazole , alteconazole , , ICI 195,739 ) .	Included are historical and of the information on the in vitro activity , experimental in vivo activity , action , pharmacokinetics , clinical studies , and uses and adverse reactions of imidazoles currently marketed ( clotrimazole , miconazole , ketoconazole , bifonazole , @DRUG$ , croconazole , fenticonazole , isoconazole , oxiconazole sulconazole , and tioconazole ) and under development ( aliconazole and @DRUG$ ) , as well as triazoles marketed ( terconazole ) and under development ( fluconazole , itraconazole , vibunazole , alteconazole , and ICI 195,739 ) .	Imidazoles currently marketed ( clotrimazole , miconazole , econazole , ketoconazole , bifonazole , @DRUG$ , croconazole , fenticonazole , isoconazole , oxiconazole , sulcon	1
0	@DRUG$ (CPT) and analogs exhibited additives to synergistic interactions with @DRUG$-OddC by isobologram analysis.	@DRUG$ ( CPT ) and analogs exhibited additives to synergistic interactions with @DRUG$ - OddC by isobologram depth psychology .	@DRUG$ to CPT ) and analogs exhibited additives ( synergistic interactions with @DRUG$ - OddC by isobologram analysis .	@DRUG$ ( CPT and analogs exhibited additives to synergistic interactions with @DRUG$ - OddC by isobologram analysis .	The two drugs seem to work together in a synergistic way, meaning that the effects of the combination are greater than the sum of the effects of the two drugs when used separately.	1
1	The data suggested that a single treatment with clorsulon at a dosage of 15 @DRUG$/kg 8 weeks after inoculation was not effective in preventing F magna infection in sheep, because the survival of only a few @DRUG$ magna is potentially fatal in sheep within 6 months after infection.	The datum paint a picture that a single treatment with clorsulon at a dosage of 15 @DRUG$ / kg 8 weeks after inoculation was not effective in preventing F magna transmission in sheep , because the survival of only a few @DRUG$ magna is potentially fatal in sheep inside 6 month after transmission .	a after sheep that a single treatment with clorsulon at The dosage of 15 @DRUG$ / kg 8 weeks , inoculation was the effective in preventing F magna infection in suggested data because not survival of only a few @DRUG$ magna is potentially fatal in sheep within 6 months after infection .	The data suggested that a single treatment with clorsulon at a dosage of 15 @DRUG$ / kg 8 weeks after inoculation was not effective in preventing F magna infection in sheep , because the survival of only a few @DRUG$ magna fatal in sheep within 6 months after infection .	A single treatment with clorsulon at a dosage of 15 @DRUG$ / kg 8 weeks after inoculation was not effective in preventing F magna infection in sheep .	1
0	Like imipramine, the drug potentiated the ocular effects of L-@DRUG$ in the @DRUG$.	Like imipramine , the dose potentiated the ocular effects of L-@DRUG$ in the @DRUG$ .	Like imipramine drug the , potentiated the ocular effects of L-@DRUG$ in the @DRUG$ .	Like imipramine , the drug potentiated the effects of L-@DRUG$ the @DRUG$ .	The drug increased the effects of L-@DRUG$ on the eye when combined with @DRUG$.	0
0	CONCLUSIONS: Lifitegrast @DRUG$ the @DRUG$-primary symptom end point (eye dryness) but not the co-primary sign end point (inferior corneal staining).	CONCLUSIONS : Lifitegrast @DRUG$ the @DRUG$ - primary symptom final stage point ( eye dryness ) but not the co-primary sign final stage point ( deficient corneal staining ) .	CONCLUSIONS : Lifitegrast @DRUG$ the @DRUG$ - primary staining end point ( eye dryness ) but not the co-primary sign end point inferior ( corneal symptom ) .	CONCLUSIONS : Lifitegrast @DRUG$ the @DRUG$ - primary symptom point ( eye dryness ) but not the co-primary sign end point ( inferior corneal staining ) .	Lifitegrast (@DRUG$) is more effective than the @DRUG$ in reducing the primary symptom of eye dryness, but it is not more effective in reducing the co-primary sign of inferior corneal staining.	0
0	The spectrum of @DRUG$ @DRUG$ an antiepileptic was wide.	The spectrum of @DRUG$ @DRUG$ an anticonvulsant was wide .	The spectrum of @DRUG$ @DRUG$ wide antiepileptic was an .	The spectrum of @DRUG$ @DRUG$ an antiepileptic was wide .	@DRUG$ is a drug that is used to treat epilepsy, and the spectrum of its effects is wide.	1
0	A liquid chromatographic method is described to determine simultaneously the following 11 synthetic antibacterial agents used in a fishery: nitrofuran derivatives @DRUG$, nifurpirinol, difurazone, and furamizole; sulfa drugs @DRUG$, sulfisozole, sulfamonomethoxine, and sulfadimethoxine; and, oxolinic, nalidixic, and piromidic acids.	A fluid chromatographic method is described to determine at the same time the following xi synthetic antibacterial agents used in a fishery : nitrofuran derivatives @DRUG$ , nifurpirinol , difurazone , and furamizole ; sulfonamide drugs @DRUG$ , sulfisozole , sulfamonomethoxine , and sulfadimethoxine ; and , oxolinic , nalidixic , and piromidic back breaker .	A simultaneously chromatographic method synthetic nalidixic to determine liquid the following 11 is antibacterial agents used in a acids : ; derivatives @DRUG$ , nifurpirinol , difurazone , and furamizole nitrofuran sulfa drugs @DRUG$ , sulfisozole , sulfamonomethoxine , and sulfadimethoxine ; and , oxolinic , described , and piromidic fishery .	A liquid chromatographic method is described to determine simultaneously the following 11 synthetic antibacterial agents used in a : nitrofuran derivatives @DRUG$ , nifurpirinol , difurazone , and furamizole ; sulfa drugs @DRUG$ , sulfisozole , sulfamonomethoxine and sulfadimethoxine ; and , oxolinic , , and piromidic acids .	The liquid chromatographic method can be used to determine the levels of the following 11 synthetic antibacterial agents in a fishery : nitrofuran derivatives @DRUG$ , nifurpirinol , difurazone , and furamizole ; sulfa drugs @DRUG$	0
0	The antacids or adsorbents used were magnesium trisilicate, aluminum hydroxide, bismuth oxycarbonate, magnesium oxide, magnesium carbonate, calcium @DRUG$, @DRUG$, kaolin and charcoal.	The antiacid or adsorbents employ were mg trisilicate , aluminum hydroxide , bismuth oxycarbonate , mg oxide , mg carbonate , calcium @DRUG$ , @DRUG$ , kaolin and charcoal .	The antacids or adsorbents used were magnesium trisilicate bismuth kaolin hydroxide , , carbonate , magnesium oxide , magnesium oxycarbonate , calcium @DRUG$ , @DRUG$ , aluminum and charcoal .	The antacids or adsorbents used were magnesium trisilicate , aluminum hydroxide , bismuth oxycarbonate , magnesium oxide , magnesium carbonate , calcium @DRUG$ , @DRUG$ , kaolin and charcoal .	The antacids or adsorbents used were magnesium trisilicate, aluminum hydroxide, bismuth oxycarbonate, magnesium oxide, magnesium carbonate, calcium @DRUG$, @DRUG$, kaolin and charcoal.	0
0	8Br-@DRUG$ increased [Ca(2+)](i) but application of @DRUG$ decreased it, suggesting that bromocriptine-induced inhibition of [Ca(2+)](i) is not dependent on bromocriptine-induced inhibition of adenylyl cyclase.	8Br-@DRUG$ increased [ Ca ( 2 + ) ] ( i ) but covering of @DRUG$ decreased it , suggesting that bromocriptine - induce forbiddance of [ Ca ( 2 + ) ] ( i ) is not subordinate on bromocriptine - induce forbiddance of adenylyl cyclase .	8Br-@DRUG$ induced [ ( ( 2 + ) ] ( i ) but application of @DRUG$ decreased it , suggesting that ( - increased inhibition of [ Ca Ca 2 + ) ] bromocriptine i ) is not dependent on bromocriptine - cyclase inhibition of adenylyl induced .	8Br-@DRUG$ increased [ Ca ( 2 ) ] ( i ) but application of decreased it , suggesting that - induced inhibition of [ Ca ( 2 + ) ( i ) not dependent on bromocriptine - induced inhibition of adenylyl cyclase .	8Br-@DRUG$ increased [Ca2+] (i) but application of @DRUG$ decreased it, suggesting that bromocriptine-induced inhibition of [Ca2+] (i) is not dependent on bromocriptine-induced inhibition of adenylyl	0
0	Additionally, 4 of 9 children had plasma E/L above normal cut-off level after one month's supplementation with 50 IU/kg/day of CWS/F @DRUG$. All the responders had serum bilirubin levels less than 4 mg/dl while the remainder with serum direct bilirubin level more than 4 mg/dl had their plasma E/@DRUG$ below normal cut-off levels in spite of any vitamin E supplementation.	Additionally , quatern of 9 children had blood plasma E/L above pattern cut-off level after one month 's subjunction with 50 IU / kilo / twenty four hours of CWS / F @DRUG$ . All the responders had serum bilirubin levels less than quatern mg / deciliter while the remainder with serum direct bilirubin level more than quatern mg / deciliter had their blood plasma E/@DRUG$ below pattern cut-off levels in spite of any vitamin E subjunction .	Additionally , 4 of 9 children had plasma E/L above normal less level after one month 's supplementation with 50 IU / kg / had of CWS / F @DRUG$ . All the responders bilirubin than bilirubin direct cut-off than 4 mg / dl while the remainder with serum levels day level more serum 4 mg levels dl had their plasma E/@DRUG$ below normal cut-off / in spite of any vitamin E supplementation .	Additionally , 4 of 9 children had plasma E/L above normal level after one month 's with 50 IU / kg / day of CWS / F @DRUG$ . All the responders had serum levels less 4 mg dl while remainder with serum direct bilirubin level more than 4 mg / dl their plasma E/@DRUG$ below normal cut-off levels in spite of any vitamin E supplementation .	4 of 9 children who supplemented with 50 IU / kg / day of CWS / F @DRUG$ had plasma E/L levels above the normal cut-off level. All responders had serum bilirubin levels less than 4 mg / dl, while the remainder with serum direct bilir	1
0	More recently, this binding site has been identified as the synaptic vesicle protein 2A (SV2A), a protein present in synaptic vesicles [Lynch, B., Lambeng, N., Nocka, @DRUG$., Kensel-Hammes, P., Bajjalieh, S.@DRUG$., Matagne, A., Fuks, B., 2004.	more than latterly , this binding web site has been identified as the synaptic cyst protein 2A ( SV2A ) , a protein gift in synaptic vesicles [ Lynch , B. , Lambeng , N. , Nocka , @DRUG$ . , Kensel-Hammes , P. , Bajjalieh , S.@DRUG$ . , Matagne , A. , Fuks , B. , 2004 .	More recently , this binding site has been identified as the synaptic vesicle protein 2A , SV2A ) , a protein present Nocka synaptic vesicles . ( , B. , Lambeng , N. , in , @DRUG$ [ , Kensel-Hammes , P. , Bajjalieh , S.@DRUG$ . , Matagne , A. , Fuks Lynch B. , 2004 .	More recently , this binding site has been identified as the synaptic vesicle protein 2A ( ) , a protein present in synaptic vesicles [ Lynch , B. , Lambeng , N. , Nocka , @DRUG$ . , Kensel-Hammes , P. , Bajjalieh , S.@DRUG$ . , Matagne , A. , , B. , 2004 .	@DRUG$ binds to @DRUG$, which is present in synaptic vesicles.	0
0	The end product of this pathway, @DRUG$, is incorporated into the pyridone ring of @DRUG$.	The terminate product of this pathway , @DRUG$ , is incorporated into the pyridone ring of @DRUG$ .	The end product of this pathway , @DRUG$ , pyridone incorporated into the is ring of @DRUG$ .	end product of this pathway , @DRUG$ , is incorporated into the pyridone ring of @DRUG$ .	@DRUG$ is the molecule that is incorporated into the pyridone ring of @DRUG$ .	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, @DRUG$; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, irofulven, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, @DRUG$, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This outcome focalize on the comply option of drug : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , bm - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , zippo ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( trigger ) , duloxetine hydrochloride , @DRUG$ ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human being ) ; hMaxi -K , human being papillomavirus vaccinum ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , irofulven , iodin - 1018 ; Lasofoxifene tartrate , brocadopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , @DRUG$ , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; tadalafil , tanaproget , genus taxus , tiotropium cliche , treprostinil sodium ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	; Tadalafil focuses on the 214662 selection / drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , BMS - following , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , , , cetuximab , ciclesonide , clofarabine , Cypher This , , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , tositumomab ; ethinylestradiol , drotrecogin alfa ( activated pimecrolimus , duloxetine , , @DRUG$ ; Ecogramostim , efalizumab Valdecoxib ertapenem sodium , escitalopram oxalate , eszopiclone ; hMaxi ; hydrochloride , gestodene Dalbavancin ghrelin ( human i131 ; Fenretinide -K , human ) vaccine ; , mesylate , indiplon , iodine ( ) papillomavirus drospirenone , irofulven hydrochloride ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa of entacapone , liposomal doxorubicin ; Nemifitide Pegfilgrastim Imatinib nesiritide ; Omalizumab / ditriflutate , peginterferon alfa - 2a , @DRUG$ , phVEGF - A165 CEA-TRICOM ) , pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; extract , St. John's Wort Satraplatin , sunitinib malate ; issue , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; , , vardenafil Gefitinib hydrate ; Ximelagatran ; Zileuton .	This issue focuses on the following selection of drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; BMS 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( activated ) , duloxetine hydrochloride , @DRUG$ ; efalizumab , ertapenem sodium , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , iodine ( i131 ) tositumomab , irofulven , ISS - 1018 ; Lasofoxifene tartrate , levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa 2a , @DRUG$ , phVEGF - A165 , pimecrolimus , pramlintide acetate Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; Tadalafil , , Taxus , tiotropium bromide , treprostinil sodium Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is related to @DRUG$.	0
0	The conversion of 9 alpha FE to 9 alpha FF is, on the contrary, much faster than that of E to F. Thus, the equilibrium of the reaction is on the 11-oxo side for @DRUG$/E and on the 11-hydroxy side for 9 alpha FF/9 alpha @DRUG$.	The conversion of 9 alpha atomic number  to 9 alpha FF is , on the contrary , lots faster than that of einsteinium to farad . Thus , the labyrinthine sense of the reaction is on the 11 - oxo side for @DRUG$ / einsteinium and on the 11 - hydroxy side for 9 alpha FF / 9 alpha @DRUG$ .	than conversion of 9 Thus FE reaction 9 alpha FF is , on the contrary , much faster The that of E to F . alpha , the equilibrium of the to is on the 9 - oxo side for @DRUG$ / E and on the alpha - hydroxy side for 9 11 FF / 11 alpha @DRUG$ .	The conversion of 9 alpha to 9 FF is , on the contrary , much faster than of E to F . Thus , the equilibrium of reaction is on the 11 - oxo side for @DRUG$ / E and the 11 - hydroxy side 9 alpha FF / alpha @DRUG$ .	The conversion of 9 alpha FE to 9 alpha FF is much faster than that of E to F. Thus, the equilibrium of the reaction is on the 11-oxo side for @DRUG$/E and on the 11-hydroxy side for 9 alpha FF/9 alpha @DRUG$.	0
0	Pharmacokinetics of @DRUG$ and @DRUG$ administered via 1 pressurized metered-dose inhaler in patients with asthma and COPD.	pharmacokinetics of @DRUG$ and @DRUG$ administered via 1 pressurized metered - dose inhaler in affected role with asthma and COPD .	Pharmacokinetics of @DRUG$ and @DRUG$ in and 1 pressurized metered - dose inhaler administered patients with asthma via COPD .	Pharmacokinetics of @DRUG$ and @DRUG$ administered via pressurized - inhaler in patients with asthma and COPD .	The pharmacokinetics of @DRUG$ and @DRUG$ when administered using a pressurized metered-dose inhaler in patients with asthma and COPD.	0
0	@DRUG$ (MBT) has been used mainly @DRUG$ a vulcanization accelerator in rubber manufacture and an intermediate in the production of other accelerators.	@DRUG$ ( MBT ) has been used mainly @DRUG$ a vulcanisation accelerator in rubber invent and an intermediate in the production of other accelerators .	@DRUG$ ( of ) has been used mainly @DRUG$ a vulcanization accelerator in rubber an and manufacture intermediate in the production MBT other accelerators .	@DRUG$ ( MBT ) has been used mainly @DRUG$ a accelerator in rubber and intermediate in the production of accelerators .	@DRUG$ is used mainly as an accelerator in rubber manufacture and as an intermediate in the production of other accelerators.	1
0	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either CVT-6883 (1 @DRUG$/kg i.@DRUG$.) or montelukast (1 mg/kg i.p.).	aerosolise AMP elicited significant increases in Penh in sensitized mice , and the effect was importantly attenuated by either CVT -6883 ( 1 @DRUG$ / kg i.@DRUG$ . ) or montelukast ( 1 magnesium / kg i.p. ) .	i.p. AMP elicited significant increases in Penh montelukast sensitized mice , and the effect was significantly attenuated by either CVT -6883 ( 1 @DRUG$ / kg i.@DRUG$ . ) or mg ( 1 in / kg Aerosolized ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice and the effect was significantly attenuated by either CVT -6883 ( 1 / kg i.@DRUG$ . ) or montelukast ( 1 mg / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either CVT-6883 (1 @DRUG$/kg i.@DRUG$.) or montelukast (1 mg/kg i.p.).	0
0	During chronic administration to patients with hypertension, hypokalemia was more marked with clopamide, 10 mg daily, than with @DRUG$, 5 mg, or @DRUG$, 500 mg daily.	During chronic administration to patient role with high blood pressure , hypokalemia was more tag with clopamide , 10 mg daily , than with @DRUG$ , 5 mg , or @DRUG$ , 500 mg daily .	During chronic administration to patients with hypertension , hypokalemia was more marked , clopamide , 10 mg daily mg than with @DRUG$ , 5 mg with daily @DRUG$ , 500 , or .	During chronic to patients with hypertension , hypokalemia was more marked with clopamide , 10 mg daily , than with @DRUG$ , 5 mg , @DRUG$ , 500 mg .	The higher the dose of clopamide (@DRUG$), the more severe the hypokalemia (low potassium levels).	1
0	At confluency, medium was replaced with 100 microL of varying concentrations of preservatives: benzalkonium chloride (BAK), @DRUG$ (MP), sodium perborate (SP), chlorobutanol (Cbl), and stabilized thimerosal (Thi); varying concentrations of buffer: @DRUG$; media (viable control); and formalin (dead control).	at confluency , medium was replaced with 100 microL of deviate concentrations of preservatives : benzalkonium chloride ( BAK ) , @DRUG$ ( military policeman ) , atomic number  perborate ( SP ) , chlorobutanol ( Cbl ) , and stabilized thimerosal ( Thi ) ; deviate concentrations of soften : @DRUG$ ; media ( practicable control ) ; and formalin ( dead control ) .	stabilized confluency , medium was replaced with 100 microL ( varying concentrations of preservatives : benzalkonium chloride ( BAK ) , @DRUG$ ( MP At , sodium ; ( SP of , chlorobutanol ( Cbl thimerosal , and ) ) ) Thi ) ; varying concentrations of buffer : @DRUG$ perborate media ( viable control ) ; and formalin ( dead control ) .	confluency , medium was replaced with 100 microL of varying concentrations of preservatives : benzalkonium chloride ( BAK ) , @DRUG$ ( MP ) , sodium perborate SP ) , chlorobutanol ( Cbl ) , and stabilized thimerosal ( Thi ; varying concentrations of buffer : @DRUG$ ; media ( viable control ) ; and formalin ( dead control ) .	At confluency, medium was replaced with 100 microL of varying concentrations of preservatives: benzalkonium chloride (BAK), @DRUG$ (MP), sodium perborate (SP), chlorobutanol (Cbl), and stabilized thimerosal (Thi); varying concentrations	1
0	OBJECTIVES: The objectives of the study are to determine if THC, a cannabinoid agonist, and lofexidine, an alpha(2)-adrenergic receptor agonist, given alone and in combination, decreased symptoms of marijuana withdrawal and relapse, defined @DRUG$ a return to @DRUG$ use after a period of abstinence.	object lens : The objectives of the study are to decide if THC , a cannabinoid agonist , and lofexidine , an alpha ( 2 ) - adrenergic receptor agonist , given alone and in compounding , minify symptom of marijuana withdrawal and relapse , defined @DRUG$ a return to @DRUG$ use after a period of abstinence .	OBJECTIVES : The objectives of the study are to determine and THC , a cannabinoid agonist , , lofexidine , an alpha ( 2 ) - , receptor agonist if given alone and in combination adrenergic decreased symptoms of marijuana withdrawal and relapse period defined a a return to @DRUG$ use after @DRUG$ , of abstinence .	OBJECTIVES : The objectives of the study are to determine if THC , a cannabinoid agonist , and lofexidine , an alpha ( 2 ) adrenergic receptor agonist , given alone and in combination , decreased symptoms of marijuana withdrawal relapse , defined @DRUG$ a return to @DRUG$ use after a period of abstinence .	The study will determine if THC and lofexidine, when given alone and in combination, decrease symptoms of marijuana withdrawal and relapse.	1
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus chlorthalidone 12.5 or 25 mg/d, captopril 50 mg/d plus HCTZ 25 @DRUG$/d, @DRUG$ 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	In comparative degree trials in the management of hypertension , the combining of mavik 1 or 2 mg /d and verapamil emergency room 180 mg /d was statistically identical from or superior to the combinations of tenormin 50 or one c mg /d plus chlorthalidone 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ 25 @DRUG$ /d , @DRUG$ 20 mg / d plus HCTZ 12.5 mg /d , and lopressor one c mg / d plus HCTZ 12.5 mg/d .	or comparative trials in the management to hypertension metoprolol the 100 of trandolapril 1 plus 2 mg /d and verapamil ER 180 mg /d was d indistinguishable from or superior of the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 50 25 mg 20 , captopril or mg / d In HCTZ 25 @DRUG$ /d , @DRUG$ /d mg / statistically plus HCTZ 12.5 mg /d , and , combination mg / d plus HCTZ 12.5 mg/d .	In comparative trials in the management of , the combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus 12.5 or 25 mg /d , captopril 50 mg / d plus HCTZ 25 @DRUG$ /d , @DRUG$ 20 mg / d plus HCTZ 12.5 mg /d and metoprolol 100 mg / d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus chlorthalidone 12.5 or 25 mg /d , capt	1
0	RESULTS: After 104 weeks of therapy, the rosuvastatin group had lower levels of LDL @DRUG$ than the atorvastatin group (62.6 vs. 70.2 mg per deciliter [1.62 vs. 1.82 mmol per liter], P<0.001), and higher levels of high-density lipoprotein (HDL) cholesterol (50.4 vs. 48.6 @DRUG$ per deciliter [1.30 vs. 1.26 mmol per liter], P=0.01).	event : later 104 hebdomad of therapy , the rosuvastatin group had lower levels of LDL @DRUG$ than the lipitor group ( 62.6 vs. 70.2 mg per deciliter [ 1.62 vs. 1.82 mmol per litre ] , P<0.001 ) , and mellow levels of high-density lipoprotein ( HDL ) cholesterol ( 50.4 vs. 48.6 @DRUG$ per deciliter [ 1.30 vs. 1.26 mmol per litre ] , P=0.01 ) .	RESULTS : After 104 weeks of therapy , the mmol group had lower levels of LDL @DRUG$ than the atorvastatin group ( per vs. [ mg 62.6 deciliter [ 1.62 vs. 1.82 rosuvastatin per liter ] , vs. ) , and higher levels of high-density lipoprotein ( HDL vs. cholesterol ( 50.4 P<0.001 48.6 @DRUG$ per deciliter P=0.01 1.30 ) 1.26 mmol per liter ] , 70.2 ) .	RESULTS : After 104 weeks of the rosuvastatin group had lower levels of LDL @DRUG$ than the atorvastatin ( 62.6 mg per deciliter [ vs. 1.82 mmol per liter ] , P<0.001 ) , higher levels of high-density lipoprotein HDL ) cholesterol ( 50.4 vs. 48.6 @DRUG$ per deciliter [ 1.30 vs. 1.26 mmol per liter ] , P=0.01 ) .	After 104 weeks of therapy, the rosuvastatin group had lower levels of LDL (a type of cholesterol) than the atorvastatin group, and higher levels of HDL (a type of cholesterol).	1
0	Therapeutic free (unbound) and total plasma phenytoin concentrations are consistently attained after i.@DRUG$. or i.v. administration of @DRUG$ loading doses.	Therapeutic free ( unbind ) and sum up plasma phenytoin concentrations are consistently attained after i.@DRUG$ . or i.v. administration of @DRUG$ loading doses .	Therapeutic free or unbound ) administration total plasma phenytoin concentrations are consistently attained after i.@DRUG$ . ( i.v. and of @DRUG$ loading doses .	free ( unbound ) total plasma phenytoin concentrations are consistently attained after i.@DRUG$ . or i.v. administration of @DRUG$ doses .	Therapeutic free ( unbound ) and total plasma phenytoin concentrations are consistently attained after i.@DRUG$ . or i.v. administration of @DRUG$ loading doses ."This means that after taking a loading dose of DRUGA, the therapeutic free and total plasma	0
0	The main analysis compared OCs containing drospirenone with OCs containing @DRUG$, a second generation OC not known to impact @DRUG$ homeostasis.	The briny analysis compared OCs containing drospirenone with OCs containing @DRUG$ , a instant generation OC not known to impact @DRUG$ homeostasis .	The not analysis compared OCs containing drospirenone with OCs containing @DRUG$ , second a generation OC main known to impact @DRUG$ homeostasis .	The analysis compared OCs containing drospirenone with OCs containing @DRUG$ , a second OC not known impact @DRUG$ homeostasis .	The main analysis compared OCs containing drospirenone with OCs containing a second generation OC not known to impact @DRUG$ homeostasis .	1
0	p38alpha is a key MAPK involved in tumor necrosis factor alpha and other cytokine production, @DRUG$ well as enzyme induction (cyclooxygenase-2, inducible @DRUG$ synthase, and matrix metalloproteinases) and adhesion molecule expression.	p38alpha is a distinguish MAPK involved in tumor necrosis factor alpha and other cytokine production , @DRUG$ well as enzyme induction ( cyclooxygenase - ii , inducible @DRUG$ synthase , and matrix metalloproteinases ) and bond molecule expression .	enzyme is a key MAPK involved in tumor necrosis factor alpha and other cytokine production , @DRUG$ well as metalloproteinases induction and cyclooxygenase - 2 , inducible @DRUG$ synthase , and matrix p38alpha ) ( adhesion molecule expression .	p38alpha is a key MAPK in tumor necrosis factor alpha and other production , @DRUG$ well as enzyme induction ( cyclooxygenase - 2 , inducible @DRUG$ synthase , and matrix metalloproteinases ) and adhesion molecule expression	@DRUG$ is a key MAPK involved in tumor necrosis factor alpha and other cytokine production, as well as enzyme induction (cyclooxygenase-2, inducible @DRUG$ synthase, and matrix metalloproteinases).	0
0	Additional experiments showed that ADH1 and ADH2 catalysed this reaction in vitro with apparent @DRUG$ m values of 42 micro @DRUG$ and 10 micro m, respectively, whereas ADH3 showed no activity.	Additional experiments showed that ADH1 and ADH2 catalyse this response in vitro with patent @DRUG$ m values of 42 micro @DRUG$ and 10 micro m , respectively , whereas ADH3 showed no activity .	Additional experiments showed that ADH1 and ADH2 catalysed this reaction in vitro with apparent @DRUG$ m values of activity micro @DRUG$ , 10 whereas m , respectively and micro ADH3 showed no 42 .	Additional experiments showed that and ADH2 catalysed this reaction in with apparent @DRUG$ m values of 42 micro @DRUG$ and 10 micro m , respectively , whereas ADH3 showed no activity .	Additional experiments showed that ADH1 and ADH2 catalysed this reaction in vitro with apparent @DRUG$ m values of 42 micro @DRUG$ and 10 micro m , respectively , whereas ADH3 showed no activity ."ADH1 and ADH2 are more effective at converting DR	0
0	The purpose of this clinical trial was to study the relative bioavailability of the new oral solution of @DRUG$ versus the capsules formulation, both administered @DRUG$ a single dose.	The purpose of this clinical tryout was to subject field the comparative bioavailability of the new oral solution of @DRUG$ versus the capsules formulation , both administered @DRUG$ a single dose .	The trial of this clinical purpose was to the the relative of of the new oral solution bioavailability @DRUG$ versus study capsules formulation , both administered @DRUG$ a single dose .	The purpose of this trial was to study the relative bioavailability of the new solution of @DRUG$ versus the capsules formulation , both administered @DRUG$ single dose .	The new oral solution of @DRUG$ is bioavailable relative to the capsules formulation of @DRUG$, both administered as a single dose.	0
0	OBJECTIVES: Safety, tolerability, and efficacy of a novel lipid emulsion containing a mixture of @DRUG$ oil, medium-chain triglycerides, olive oil, and @DRUG$ (SMOFlipid 20%) with reduced n-6 fatty acids (FA), increased monounsaturated and n-3 FA, and enriched in vitamin E were evaluated in premature infants compared with a soybean oil-based emulsion.	target : Safety , tolerability , and efficacy of a novel lipid emulsion containing a mixture of @DRUG$ oil , intermediate - chain triglycerides , olive oil , and @DRUG$ ( SMOFlipid 20 % ) with contract n-6 fatty acids ( fa ) , increased monounsaturated and n-3 fa , and enriched in vitamin atomic number  were evaluated in premature infants compared with a soybean oil- base emulsion .	OBJECTIVES : Safety , tolerability , of efficacy of a novel lipid emulsion containing a mixture and @DRUG$ oil , ( - chain triglycerides , olive oil , and @DRUG$ E SMOFlipid 20 % n-3 with monounsaturated n-6 fatty acids ( FA ) , increased reduced and ) medium , and enriched in vitamin FA were evaluated in premature infants compared with a soybean oil- based emulsion .	OBJECTIVES : Safety , tolerability , efficacy of a novel lipid emulsion containing a mixture of @DRUG$ oil , medium - chain triglycerides , olive oil , and @DRUG$ ( SMOFlipid % with reduced n-6 fatty ( ) , increased monounsaturated and n-3 FA , enriched in vitamin were evaluated in infants compared with a soybean oil- based emulsion .	The objectives of this study were to evaluate the safety, tolerability, and efficacy of a novel lipid emulsion containing a mixture of @DRUG$ oil, medium-chain triglycerides, olive oil, and @DRUG$ (SMOFlipid 20%) with reduced n-6 fatty acids,	0
0	The withdrawal symptoms are very similar to those previously described for meprobamate withdrawal, suggesting that what may actually be occurring is withdrawal from meprobamate accumulated @DRUG$ a result of intake of excessive amounts of @DRUG$.	The withdrawal symptoms are very similar to those antecedently described for miltown withdrawal , suggesting that what may actually be pass off is withdrawal from miltown accumulated @DRUG$ a result of intake of excessive amounts of @DRUG$ .	The withdrawal symptoms are withdrawal similar to those previously described for meprobamate withdrawal , suggesting that what may actually be excessive is of from meprobamate accumulated @DRUG$ a result very intake of occurring amounts of @DRUG$ .	The withdrawal symptoms are very similar to those previously described for meprobamate withdrawal , suggesting that what may actually occurring is withdrawal from meprobamate accumulated @DRUG$ a result of intake of excessive amounts of @DRUG$ .	@DRUG$ is a drug that is similar to meprobamate, and @DRUG$ is a drug that is similar to meprobamate. When someone takes too much DRUGA, they may experience withdrawal symptoms that are similar to those caused by meprobamate withdrawal.	0
0	The enzymes that depend on BH(4) are the @DRUG$, tyrosine and @DRUG$ hydroxylases, the latter two being the rate-limiting enzymes for catecholamine and 5-hydroxytryptamine (serotonin) biosynthesis, all NO synthase isoforms and the glyceryl-ether mono-oxygenase.	The enzymes that depend on atomic number  ( 4 ) are the @DRUG$ , tyrosine and @DRUG$ hydroxylases , the latter two being the rate-limiting enzymes for catecholamine and 5 - hydroxytryptamine (  hydroxytryptamine ) biosynthesis , all no more synthase isoforms and the glyceryl- vinyl ether mono-oxygenase .	The enzymes that depend being BH ( 4 ) are the @DRUG$ mono-oxygenase tyrosine and @DRUG$ ether , the latter two on the rate-limiting enzymes for catecholamine and 5 hydroxylases hydroxytryptamine ( serotonin ) biosynthesis , all NO synthase isoforms and the glyceryl- - , .	The that depend on ( 4 ) are the @DRUG$ , tyrosine and @DRUG$ hydroxylases , the latter two being the rate-limiting enzymes catecholamine and 5 - ( serotonin ) biosynthesis , all NO synthase isoforms and the glyceryl- ether mono-oxygenase .	The enzymes that depend on BH ( 4 ) are the @DRUG$ and @DRUG$ hydroxylases, the latter two being the rate-limiting enzymes for catecholamine and 5-hydroxytryptamine (serotonin) biosynthesis, all NO synthase isoforms	0
1	OBJECTIVE: This review summarizes clinical studies comparing the efficacy and tolerability of the ATII-receptor antagonist @DRUG$ with the ACE inhibitor @DRUG$ in patients with hypertension.	accusative : This review summarizes clinical contemplate comparing the efficacy and tolerability of the ATII - receptor antagonist @DRUG$ with the ACE inhibitor @DRUG$ in patients with hypertension .	OBJECTIVE : This review summarizes clinical studies comparing patients efficacy and receptor of the ATII - tolerability antagonist @DRUG$ with the ACE inhibitor @DRUG$ in the with hypertension .	OBJECTIVE : This review summarizes clinical studies comparing the efficacy and tolerability of the - receptor antagonist @DRUG$ with ACE @DRUG$ in with hypertension .	@DRUG$ is more effective and better tolerated than @DRUG$ in patients with hypertension.	0
0	The rotigotine pharmacophore is nonergolinic and demonstrates high affinity for @DRUG$ D(2) and @DRUG$(3) receptors.	The rotigotine pharmacophore is nonergolinic and demonstrates high affinity for @DRUG$ D( ii ) and @DRUG$ ( triplet ) receptors .	high rotigotine pharmacophore 3 nonergolinic and demonstrates The affinity for @DRUG$ D( 2 ) and @DRUG$ ( is ) receptors .	The rotigotine pharmacophore is nonergolinic and demonstrates high affinity for @DRUG$ D( 2 ) and @DRUG$ ( 3 ) receptors .	The rotigotine pharmacophore is nonergolinic and demonstrates high affinity for @DRUG$ D( 2 ) and @DRUG$ ( 3 ) receptors ."This means that the rotigotine pharmacophore (a molecule that binds to a receptor and causes an effect) is non	0
0	In patients with methicillin-resistant S. aureus (MRSA) or VREF infections participating in prospective emergency-use trials, quinupristin/@DRUG$ 7.5 @DRUG$/kg every 8 or 12 hours achieved clinical or bacteriological success in > or =64% of patients.	In affected role with methicillin-resistant S. aureus ( MRSA ) or VREF infections active in prospective emergency - use trials , quinupristin / @DRUG$ 7.5 @DRUG$ / kg every 8 or xii time of day achieved clinical or bacteriological success in > or = 64 % of affected role .	In patients with every S. aureus ( MRSA ) or VREF infections participating in prospective emergency - 64 trials , quinupristin hours @DRUG$ 7.5 @DRUG$ / kg methicillin-resistant 8 or 12 / of clinical or bacteriological success in > or = use % achieved patients .	In patients with methicillin-resistant S. MRSA ) or infections participating prospective emergency - use trials , quinupristin / @DRUG$ 7.5 @DRUG$ / kg every or 12 hours clinical bacteriological success in > or = % of patients .	In patients with methicillin-resistant S. aureus ( MRSA ) or VREF infections, quinupristin / @DRUG$ 7.5 @DRUG$ / kg every 8 or 12 hours achieved clinical or bacteriological success in > or = 64 % of patients .	0
0	Cells were exposed to contact allergens (2-bromo-2-bromomethyl glutaronitrile, cinnamaldehyde, citral, diethylmaleate, dinitrochlorobenzene, glyoxal, 2-mercaptobenzothiazole, nickel sulfate, 4-nitrobenzylbromide, oxazolone, penicillin G, resorcinol, tetramethylthiuram disulfide), to pre- pro-haptens (cinnamyl @DRUG$, eugenol, isoeugenol, @DRUG$-phenylediamine), to respiratory allergens (ammonium hexachloroplatinate, diphenylmethane diisocyanate, glutaraldehyde, hexamethylenediisocyanate, maleic anhydride, trimellitic anhydride) and to irritants (benzaldehyde, cholorobenzene, diethylphtalate, hydrobenzoic acid, lactic acid, octanoic acid, phenol, salicylic acid, sodium lauryl sulphate, sulfamic acid).	electric cell were exhibit to get hold of allergen ( deuce - bromo - deuce - bromomethyl glutaronitrile , cinnamaldehyde , citral , diethylmaleate , dinitrochlorobenzene , glyoxal , deuce - mercaptobenzothiazole , atomic number  sulfate , 4 - nitrobenzylbromide , oxazolone , penicillin G , resorcinol , tetramethylthiuram disulfide ) , to pre- pro-haptens ( cinnamyl @DRUG$ , eugenol , isoeugenol , @DRUG$ - phenylediamine ) , to respiratory allergen ( ammonium hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic anhydride ) and to irritant ( benzaldehyde , cholorobenzene , diethylphtalate , hydrobenzoic acid , lactic acid , octanoic acid , hydroxybenzene , salicylic acid , atomic number  lauryl sulfate , sulfamic acid ) .	Cells were exposed to contact allergens ( , - bromo - 2 - bromomethyl glutaronitrile , cinnamaldehyde sodium citral , diethylmaleate , dinitrochlorobenzene , glyoxal , 2 - mercaptobenzothiazole ( nickel sulfate , 4 - nitrobenzylbromide , oxazolone , penicillin G , resorcinol 2 tetramethylthiuram disulfide ) , to pre- pro-haptens , ammonium @DRUG$ , eugenol benzaldehyde isoeugenol , @DRUG$ - phenylediamine ) , to respiratory allergens ( cinnamyl hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate ) maleic anhydride , trimellitic anhydride ) and to irritants , , , cholorobenzene , diethylphtalate , hydrobenzoic acid ( lactic acid , octanoic acid , phenol , salicylic acid , lauryl , sulphate , sulfamic acid , .	Cells were exposed to contact allergens ( 2 bromo - 2 - bromomethyl glutaronitrile , , citral diethylmaleate , dinitrochlorobenzene , glyoxal , 2 mercaptobenzothiazole , nickel sulfate , 4 nitrobenzylbromide , oxazolone , penicillin G , resorcinol , tetramethylthiuram disulfide ) , to pre- cinnamyl @DRUG$ , eugenol , isoeugenol , @DRUG$ - phenylediamine ) , to allergens ( ammonium hexachloroplatinate , diphenylmethane diisocyanate , glutaraldehyde , hexamethylenediisocyanate , maleic anhydride , trimellitic ) and to irritants ( benzaldehyde , cholorobenzene , diethylphtalate , acid lactic acid , octanoic acid , phenol , salicylic acid , sodium lauryl sulphate , sulfamic .	Cells were exposed to contact allergens (substances that can cause an allergic reaction), to pre-pro-haptens (substances that can cause an allergic reaction if they come into contact with the skin), to respiratory allergens (substances that can cause an allergic reaction	1
0	Whereas in the case of @DRUG$ and @DRUG$, renal impairment affects only the elimination of these drugs, in the case of M1 it also has an effect on the formation.	Whereas in the event of @DRUG$ and @DRUG$ , renal impairment affects only the voiding of these drugs , in the event of M1 it also has an core on the formation .	Whereas effect the case of @DRUG$ and @DRUG$ on renal impairment affects only the elimination of the drugs , in these case of M1 it also has an in , the formation .	Whereas in case of @DRUG$ and @DRUG$ renal impairment affects the elimination of drugs in the case of M1 it also has effect on the .	Whereas in the case of @DRUG$ and @DRUG$, renal impairment affects only the elimination of these drugs, in the case of M1 it also has an effect on the formation."In other words, renal impairment affects how quickly DRUGA and DRUGB are eliminated from the	0
0	In a small number of double-blind comparative trials, trandolapril had similar antihypertensive efficacy to that of atenolol, enalapril, @DRUG$, @DRUG$ and sustained release nifedipine, but was more effective than captopril.	In a small number of double - unsighted comparative trials , trandolapril had similar antihypertensive efficacy to that of atenolol , enalapril , @DRUG$ , @DRUG$ and sustained release procardia , but was more in force than captopril .	In a small number of double was blind comparative trials , trandolapril had similar captopril efficacy to that - atenolol , enalapril , @DRUG$ , @DRUG$ and sustained release nifedipine , but of more effective than antihypertensive .	In a small number of double - blind comparative trials , trandolapril had similar antihypertensive efficacy to that of atenolol , enalapril , @DRUG$ @DRUG$ sustained release nifedipine , but was more effective than captopril .	In a small number of double - blind comparative trials , trandolapril was found to be as effective as atenolol , enalapril , @DRUG$ , @DRUG$ and sustained release nifedipine in reducing blood pressure, but more effective than captopril	0
0	METHODS: Dogs were randomly allocated to be administered @DRUG$ (1 mg kg(-1)) SC simultaneously (group M0) or 30 minutes prior to (group M30) administration of morphine (0.5 mg kg(-1)) and @DRUG$ (0.05 mg kg(-1)) IM.	METHODS : Dogs were haphazardly allocate to be administered @DRUG$ ( 1 mg kg ( - 1 ) ) SC at the same time ( group M0 ) or 30 arcminute anterior to ( group M30 ) administration of morphine ( 0.5 mg kg ( - 1 ) ) and @DRUG$ ( 0.05 mg kg ( - 1 ) ) IM .	METHODS : Dogs ( randomly ) to IM administered @DRUG$ ( 1 prior M30 ( - 1 ) ) SC simultaneously ( group M0 ) or 30 minutes mg to were group kg ) administration of morphine ( 0.5 mg kg ( - 1 ) ) and @DRUG$ ( 0.05 mg kg ( - 1 allocated ) be .	METHODS : Dogs were randomly allocated to be administered @DRUG$ ( mg kg ( - 1 ) ) SC ( group M0 ) or 30 minutes prior to ( group M30 administration of morphine ( mg kg ( - 1 ) ) and @DRUG$ mg kg ( - 1 ) ) IM .	Dogs were randomly allocated to be administered @DRUG$ ( 1 mg kg ( - 1 ) ) SC simultaneously ( group M0 ) or 30 minutes prior to ( group M30 ) administration of morphine ( 0.5 mg kg ( - 1 ) ) and @DRUG$ ( 0.05 mg	0
0	Infants' serum @DRUG$ ranged from 25 to 54 micromol/L at 1 week after birth and 23-52 micromol/@DRUG$ after breast-feeding.	Infants ' blood serum @DRUG$ ranged from 25 to 54 micromol / L at 1 week after birth and xxiii - 52 micromol / @DRUG$ after breast-feeding .	at ' 23 @DRUG$ ranged from 25 to 54 micromol / L Infants 1 week after birth and serum - 52 micromol / @DRUG$ after breast-feeding .	Infants ' @DRUG$ ranged from 25 to 54 micromol / L 1 week after birth and 23 - 52 micromol / @DRUG$ after breast-feeding .	Infants' serum @DRUG$ ranged from 25 to 54 micromol / L at 1 week after birth and 23 - 52 micromol / @DRUG$ after breast-feeding.	0
0	After 60 h DHC 60 mg was administered twice daily for 3 days, the dose was increased to 90 mg twice daily for 3 days, the final dose of 120 @DRUG$ was administered twice daily for 3 days (multiple dose: m.@DRUG$.).	after 60 total heat DHC 60 mg was administered twice daily for 3 days , the dose was increased to xc mg twice daily for 3 days , the final dose of one hundred twenty @DRUG$ was administered twice daily for 3 days ( multiple dose : m.@DRUG$ . ) .	After 60 h DHC 60 mg was 3 twice daily for 3 days , the dose was dose ( ) mg twice daily for administered days , the final dose of 120 @DRUG$ was administered twice daily for 3 days to multiple increased : m.@DRUG$ . 90 .	After 60 h mg was administered twice daily for 3 days , the dose was increased to 90 mg twice daily for 3 days , the final dose of 120 @DRUG$ was administered twice daily for 3 days multiple dose m.@DRUG$ . ) .	After 60 h DHC 60 mg was administered twice daily for 3 days , the dose was increased to 90 mg twice daily for 3 days , the final dose of 120 @DRUG$ was administered twice daily for 3 days ( multiple dose : m.@DRUG$ . ) ."In other words	0
1	@DRUG$ is a competitive @DRUG$ H2-receptor antagonist.	@DRUG$ is a competitive @DRUG$ H2 - sensory receptor antagonist .	@DRUG$ H2 a competitive @DRUG$ is - receptor antagonist .	@DRUG$ is a competitive @DRUG$ H2 - receptor antagonist .	@DRUG$ blocks the effects of @DRUG$ by competing for the same H2 - receptor.	0
0	In the phase 2 trial, the median time to alleviation of influenza symptoms was 23.4 to 28.2 hours shorter in the @DRUG$ groups than in the placebo group (@DRUG$<0.05).	In the form 2 tryout , the median time to alleviation of flu symptoms was 23.4 to 28.2 hours shorter in the @DRUG$ groups than in the placebo group ( @DRUG$ < 0.05 ) .	In the phase 2 trial , the 28.2 time to alleviation of influenza symptoms was median to 23.4 hours shorter in 0.05 @DRUG$ groups than in the placebo group ( @DRUG$ < the ) .	In the 2 trial , the median time to alleviation of influenza symptoms was 23.4 to 28.2 hours shorter in the @DRUG$ groups than in the placebo group @DRUG$ < 0.05 ) .	@DRUG$ was found to be statistically significantly more effective than placebo in reducing the duration of influenza symptoms.	1
0	In the mid seventies a drug design programme using the Amanita muscaria constituent muscimol (7) as a lead structure, led to the design of guvacine (23) and (R)-@DRUG$ (24) @DRUG$ specific GABA uptake inhibitors and the isomeric compounds isoguvacine (10) and isonipecotic acid (11) as specific GABAA receptor agonists.	In the mid mid seventies a drug design programme using the Amanita muscaria constituent muscimol ( 7 ) as a lead story social system , lead to the design of guvacine ( xxiii ) and ( R ) - @DRUG$ ( 24 ) @DRUG$ particular GABA uptake inhibitors and the isomeric compounds isoguvacine ( 10 ) and isonipecotic acid ( 11 ) as particular GABAA receptor agonists .	In the mid seventies a drug design programme using the muscimol muscaria constituent Amanita and 7 ) and isonipecotic uptake structure , led to the design of lead ( 23 ) and ( R ) - @DRUG$ ( 24 ) @DRUG$ specific GABA guvacine inhibitors as the isomeric compounds isoguvacine ( 10 ) ( a acid ( 11 ) as specific GABAA receptor agonists .	In the mid seventies a drug design programme using the muscaria constituent muscimol ( 7 as lead , led to the design of guvacine ( 23 ) and ( R ) - @DRUG$ ( 24 ) @DRUG$ specific GABA uptake inhibitors the isomeric compounds isoguvacine ( ) and isonipecotic acid 11 ) specific GABAA receptor agonists .	@DRUG$ is a specific GABA uptake inhibitor and @DRUG$ is a specific GABAA receptor agonist.	0
0	In the mid seventies a drug design programme using the Amanita muscaria constituent muscimol (7) as a lead structure, led to the design of guvacine (23) and (@DRUG$)-@DRUG$ (24) as specific GABA uptake inhibitors and the isomeric compounds isoguvacine (10) and isonipecotic acid (11) as specific GABAA receptor agonists.	In the mid seventies a drug design programme using the Amanita muscaria constituent muscimol ( vii ) as a lead complex body part , contribute to the design of guvacine (  ) and ( @DRUG$ ) - @DRUG$ ( 24 ) as specific GABA consumption inhibitors and the isomeric compounds isoguvacine ( 10 ) and isonipecotic acid ( 11 ) as specific GABAA sensory receptor agonists .	seventies the mid In a drug design as using the Amanita muscaria constituent muscimol ( 7 ) as a the structure , led to lead design of guvacine ( 23 ) and ) @DRUG$ ( - @DRUG$ ( 24 ) as specific GABA isomeric inhibitors and the uptake compounds isoguvacine ( 10 ) and isonipecotic ) ( 11 acid programme specific GABAA receptor agonists .	In the mid seventies drug design programme using the Amanita muscaria constituent ( 7 ) as a lead structure , led to the of guvacine ( 23 ) and ( @DRUG$ ) - @DRUG$ ( 24 ) as specific GABA uptake inhibitors and the compounds isoguvacine ( 10 ) and isonipecotic acid ( ) as specific receptor .	@DRUG$ is a specific GABA uptake inhibitor and @DRUG$ is a specific GABAA receptor agonist.	0
1	The formation and elimination of @DRUG$ hydroxylamine in relation to the pharmacokinetics of the parent compound and its N4-acetyl metabolite were investigated in six healthy subjects after a single oral dose of 800 @DRUG$ sulphamethoxazole.	The formation and elimination of @DRUG$ hydroxylamine in carnal knowledge to the pharmacokinetics of the rear compound and its N4 - acetyl metabolite were investigated in six goodish subjects after a single oral dose of 800 @DRUG$ sulphamethoxazole .	The formation and elimination of @DRUG$ hydroxylamine in relation single the pharmacokinetics of the parent compound and of N4 - acetyl metabolite were investigated its six healthy subjects after a to oral dose in 800 @DRUG$ sulphamethoxazole .	The formation elimination of @DRUG$ hydroxylamine in relation to pharmacokinetics the parent compound and its N4 - acetyl metabolite were investigated in six healthy subjects after a single oral dose of 800 @DRUG$ sulphamethoxazole .	The formation and elimination of @DRUG$ hydroxylamine in relation to the pharmacokinetics of the parent compound and its N4 - acetyl metabolite were investigated in six healthy subjects after a single oral dose of 800 @DRUG$ sulphamethoxazole ."DRUGA	0
0	@DRUG$, in unconjugated or conjugated form, was not detected in the urine of any subject after @DRUG$ administration.	@DRUG$ , in unconjugated or coupled manakin , was not detected in the urine of any subject after @DRUG$ administration .	@DRUG$ , in unconjugated of conjugated form , was not detected in the urine any or subject after @DRUG$ administration .	@DRUG$ , in unconjugated or form , was not detected in the urine of any subject after @DRUG$ administration .	@DRUG$ was not detectable in the urine of any subject after @DRUG$ administration.	0
0	Limited data were available for PEG sorbitan/@DRUG$ fatty acid esters, PEG sorbitan @DRUG$ and PEG soy sterols.	restrain data were useable for PEG sorbitan / @DRUG$ fatty acid esters , PEG sorbitan @DRUG$ and PEG soy sterols .	PEG data were available for Limited sorbitan / @DRUG$ fatty acid esters sorbitan PEG , @DRUG$ and PEG soy sterols .	Limited data were available for PEG @DRUG$ acid esters , PEG sorbitan @DRUG$ and PEG soy sterols .	There is limited data available on the relationship between PEG sorbitan / @DRUG$ fatty acid esters , PEG sorbitan @DRUG$ and PEG soy sterols .	0
0	Viloxazine, like desimipramine, was a weak blocker of mouse brain @DRUG$ uptake, but differed from desimipramine @DRUG$ it poteniated 5-HT-mediated functions in the mouse and rat, as did imipramine and amitriptyline, the latter drugs being relatively potent blockers of 5-HT uptake.	Viloxazine , wish desimipramine , was a weak blocker of black eye mental capacity @DRUG$ uptake , but differed from desimipramine @DRUG$ it poteniated little phoebe - HT - mediated functions in the black eye and rat , as did imipramine and elavil , the latter drugs being relatively potent blockers of little phoebe - HT uptake .	Viloxazine , functions desimipramine HT was a weak blocker of 5 brain @DRUG$ uptake , blockers differed the desimipramine @DRUG$ it poteniated mouse - , - mediated like in the mouse and rat , as did imipramine and amitriptyline , from latter drugs being relatively potent but of 5 - HT uptake .	Viloxazine , like desimipramine , was a weak blocker of mouse brain @DRUG$ uptake , but differed from desimipramine @DRUG$ it poteniated 5 - HT - mediated functions the mouse and rat , as did imipramine and amitriptyline , the latter drugs being relatively potent blockers of 5 - HT uptake .	Viloxazine, like desimipramine, was a weak blocker of mouse brain @DRUG$ uptake, but differed from desimipramine in that it poteniated 5-HT-mediated functions in the mouse and rat, as did imipramine and amitript	1
0	CEM-101 was the most potent antimicrobial agent tested against L. pneumophila, with all MIC values at < or = 0.015 mg/@DRUG$ (telithromycin MIC90=0.03 @DRUG$/L).	CEM - ci was the most potent antimicrobial agent quiz against L. pneumophila , with all MIC valuate at < or = 0.015 mg / @DRUG$ ( telithromycin MIC90=0.03 @DRUG$ /L ) .	) - 101 or the most potent antimicrobial agent tested against L. pneumophila , 0.015 all MIC values at < was = with mg / @DRUG$ ( telithromycin MIC90=0.03 @DRUG$ /L CEM .	CEM - 101 was the most potent antimicrobial tested against L. pneumophila , with all MIC values at < or = 0.015 mg / @DRUG$ ( telithromycin MIC90=0.03 @DRUG$ /L ) .	The most potent antimicrobial agent against L. pneumophila was CEM - 101, with all MIC values at < or = 0.015 mg / @DRUG$ ( telithromycin MIC90=0.03 @DRUG$ /L ).	0
0	For in vivo experiments, BNP1350 was given 1.0 mg/kg i.p. or 1.5 mg/kg p.o. daily x 5 and CPT-11 20 @DRUG$/kg i.@DRUG$. daily x 5 being equitoxic schedules in nude mice bearing s.c. human tumor xenografts.	For in vivo experiments , BNP1350 was given 1.0 mg / kg i.p. or 1.5 mg / kg p.o. day to day x 5 and CPT -11  @DRUG$ / kg i.@DRUG$ . day to day x 5 being equitoxic schedules in nude statue mouse bearing s.c. human tumor xenografts .	For in vivo experiments , BNP1350 was given 1.0 mg and being i.p. or 1.5 mg / kg p.o. daily x 5 / CPT -11 20 @DRUG$ / kg i.@DRUG$ . daily x 5 kg equitoxic s.c. in nude mice bearing schedules human tumor xenografts .	For in vivo experiments , BNP1350 was given 1.0 / kg i.p. 1.5 mg kg p.o. daily x 5 and CPT 20 @DRUG$ / kg i.@DRUG$ . daily x 5 schedules in mice bearing s.c. human tumor xenografts .	For in vivo experiments, BNP1350 was given 1.0 mg / kg i.p. or 1.5 mg / kg p.o. daily x 5 and CPT -11 20 mg / kg i.p. daily x 5 being equitoxic schedules in nude mice bearing	1
0	i.@DRUG$. is a safe, well tolerated combination that achieves a 80.6% eradication rate of H. pylori and duodenal ulcer healing rates @DRUG$ good as those achieved by omeprazole 20 mg/d when given for 4 wk.	i.@DRUG$ . is a safe , well suffer combination that achieves a 80.6 % eradication rate of H. pylori and duodenal ulcer healing snitch @DRUG$ good as those achieved by prilosec 20 mg / d when render for 4 wk .	i.@DRUG$ . is a safe 80.6 well tolerated combination that achieves a , % 20 rate of healing pylori and duodenal ulcer H. rates @DRUG$ good as those achieved by given eradication mg / d when omeprazole for 4 wk .	i.@DRUG$ . is a safe , well tolerated combination that achieves a 80.6 % eradication rate of H. pylori and duodenal ulcer healing rates @DRUG$ good as achieved by 20 / d when given for 4 wk	@DRUG$ is a safe and well-tolerated combination that achieves an 80.6% eradication rate of H. pylori and duodenal ulcer healing rates that are as good as those achieved by omeprazole 20 mg/day when given for 4 weeks.	1
0	@DRUG$, used as an anesthetic for handling small fish at a @DRUG$ hatchery, caused three women to experience headache and symptoms of intoxication during use, followed by diminished sensation and strength of hands and fingers, worse in the preferred hand.	@DRUG$ , used as an anesthetic for handling small fish at a @DRUG$ hatchery , caused three women to see headache and symptoms of intoxication during employment , followed by diminished ace and force of hands and fingers , worse in the preferred hand .	@DRUG$ , used as an anesthetic for handling small fish women a @DRUG$ hatchery , caused three at to experience headache and symptoms of intoxication during use , followed by diminished sensation and strength the in and fingers , of hands worse preferred hand .	@DRUG$ , used as an anesthetic for handling small fish at a @DRUG$ hatchery , caused three women to experience headache and symptoms intoxication during use , followed by diminished sensation and strength of hands and fingers , worse in the preferred hand	@DRUG$ , when used as an anesthetic for handling small fish at a @DRUG$ hatchery , caused three women to experience headache and symptoms of intoxication during use , followed by diminished sensation and strength of hands and fingers , worse in the preferred hand .	0
0	At the doses administered, there is no evidence of a pharmacokinetic or pharmacodynamic interaction between @DRUG$ and @DRUG$.	At the doses dish out , there is no manifest of a pharmacokinetic or pharmacodynamic interaction between @DRUG$ and @DRUG$ .	At the between administered , there is pharmacodynamic evidence of a pharmacokinetic or no interaction doses @DRUG$ and @DRUG$ .	At the doses administered there is no evidence of a pharmacokinetic or pharmacodynamic interaction between @DRUG$ and @DRUG$ .	At the doses administered, there is no evidence that the pharmacokinetics (how the drug is absorbed, distributed, metabolized, and excreted) or pharmacodynamics (the drug's effects on the body) of either drug are affected by the other.	1
0	@DRUG$ uptake was inhibited partially by @DRUG$ added simultaneously with DHAA.	@DRUG$ uptake was inhibited partly by @DRUG$ added simultaneously with DHAA .	@DRUG$ uptake added inhibited partially by @DRUG$ was simultaneously with DHAA .	@DRUG$ uptake was inhibited partially by @DRUG$ added simultaneously with DHAA .	When @DRUG$ and @DRUG$ are both present, DRUGA uptake is inhibited partially by DRUGB.	0
0	Rupatadine (UR-12592, 8-chloro-6, 11-dihydro-11-[1-[(5-methyl3-pyridinyl) methyl]-4-piperidinylidene]-5H-benzo[5,6]-cyclohepta[1,2b]pyridine ) is a novel compound that inhibits both platelet-activating factor (PAF) and @DRUG$ (H1) effects through its interaction with specific receptors (Ki(app) values against [3H]WEB-2086 binding to rabbit platelet membranes and [3H]-@DRUG$ binding to guinea pig cerebellum membranes were 0.55 and 0.10 microM, respectively).	Rupatadine ( UR -12592 , 8-chloro - 6 , 11-dihydro-11-[1-[( 5- methyl3-pyridinyl ) methyl ] -4-piperidinylidene ]-5H-benzo [ 5,6] -cyclohepta [ 1,2b ] pyridine ) is a fresh compound that inhibits both thrombocyte - trigger factor ( PAF ) and @DRUG$ ( H1 ) effects through its interaction with particular sensory receptor ( Ki( app ) valuate against [ 3H ] WEB - 2086 ski binding to rabbit thrombocyte membranes and [ 3H ] - @DRUG$ ski binding to guinea pig cerebellum membranes were 0.55 and 0.10 microM , severally ) .	Rupatadine ( UR -12592 , 8-chloro - 6 ) 11-dihydro-11-[1-[( 5- methyl3-pyridinyl ) methyl ] [ ]-5H-benzo [ 5,6] -cyclohepta ( PAF ] pyridine platelet is a novel compound that inhibits both ) - activating factor [ 1,2b ) and @DRUG$ ( H1 ) effects through its interaction with 2086 receptors ( Ki( app , values against [ 3H ] WEB - ) binding to rabbit platelet membranes and -4-piperidinylidene 3H ] - @DRUG$ binding to guinea pig cerebellum membranes were 0.55 and 0.10 microM specific respectively , .	Rupatadine ( -12592 , 8-chloro - 6 , 11-dihydro-11-[1-[( 5- methyl3-pyridinyl ) methyl ] -4-piperidinylidene ]-5H-benzo [ 5,6] -cyclohepta [ 1,2b ] pyridine ) is a compound that inhibits both platelet - activating factor ( PAF ) and @DRUG$ ( H1 ) effects through its interaction with specific receptors ( Ki( app ) values against ] WEB - 2086 binding to platelet and [ 3H ] - @DRUG$ binding guinea pig cerebellum membranes were 0.55 and 0.10 microM respectively ) .	Rupatadine is a novel compound that inhibits both platelet-activating factor and @DRUG$ effects through its interaction with specific receptors.	1
0	@DRUG$ is the first of a new class of @DRUG$ lowering drugs that competitively inhibit HMG-CoA reductase.	@DRUG$ is the first of a new class of @DRUG$ let down drug that competitively inhibit HMG - CoA reductase .	@DRUG$ is the first lowering a new class that @DRUG$ of drugs of competitively inhibit HMG - CoA reductase .	@DRUG$ is the first of a new class of @DRUG$ lowering drugs that competitively inhibit HMG - CoA reductase .	@DRUG$ is a new type of drug that lowers the amount of @DRUG$ in the body by inhibiting the production of HMG-CoA reductase.	0
0	Prophylactic @DRUG$ well as therapeutic administration of @DRUG$ in mice led to eradication of tumor cells expressing HCV NS3 protein.	Prophylactic @DRUG$ well as therapeutic administration of @DRUG$ in mice led to eradication of neoplasm jail cell expressing HCV NS3 protein .	Prophylactic @DRUG$ well as to administration of @DRUG$ eradication mice led therapeutic in of tumor cells expressing HCV NS3 protein .	Prophylactic @DRUG$ well as therapeutic administration of @DRUG$ in mice led to eradication of tumor cells expressing HCV NS3 protein .	Prophylactic @DRUG$ administration (before a tumor appears) as well as therapeutic administration of @DRUG$ (after a tumor appears) in mice led to eradication of tumor cells expressing HCV NS3 protein .	0
0	In guinea pig brain homogenates, lobeline displaced (@DRUG$(i)=0.74 microM) the binding of [(3)H]DAMGO [(D-Ala(2), N-ME-@DRUG$(4), Gly(5)-ol)-enkephalin].	hoosier state dago pig brain homogenates , lobeline displaced ( @DRUG$ ( i ) =0.74 microM ) the binding of [ ( ternion ) H ] DAMGO [ (  - ala ( 2 ) , N-ME -@DRUG$ ( 4 ) , Gly ( 5 ) - ol ) - enkephalin ] .	In ) ) brain homogenates , lobeline displaced ( @DRUG$ ( i enkephalin =0.74 microM ) the binding of [ ( 3 ) H ] DAMGO [ D ( - Ala ( 2 ( , N-ME -@DRUG$ ( 4 ) , Gly ) 5 ) - ol guinea - pig ] .	In guinea pig brain homogenates , lobeline displaced ( ( i ) =0.74 ) the binding of [ ( 3 ) H ] DAMGO [ ( D - Ala ( 2 ) , N-ME -@DRUG$ ( 4 ) , Gly ( 5 ) - ol ) - enkephalin ] .	Lobeline displaces the binding of [ ( 3 ) H ] DAMGO [ ( D - Ala ( 2 ) , N-ME -@DRUG$ ( 4 ) , Gly ( 5 ) - ol ) - enkephalin ] in guinea pig brain homogenates .	1
0	Thus, a study was conducted to characterize the high resolution crystal structure of an OBP of Anopheles gambiae, the African malaria mosquito vector, in complex with @DRUG$amide (DEET), one of the most effective repellents that has been in worldwide use for six decades.	Thus , a read was transmit to characterize the high resolution crystal structure of an OBP of anopheles gambiae , the African malaria mosquito vector , in complex with @DRUG$amide ( DEET ) , one of the most efficient repellents that has been in worldwide use for six x .	resolution , a study was conducted to characterize the high Thus crystal structure of an OBP of Anopheles gambiae , the worldwide malaria mosquito vector @DRUG$amide in complex with , ( effective ) , been of the most DEET repellents that has one in African use for six decades .	Thus , a study was conducted to characterize high resolution structure of an OBP of Anopheles gambiae , African malaria mosquito vector , in complex @DRUG$amide ) , one of the most effective repellents that has been in worldwide use for six decades .	A study was conducted to determine the high resolution crystal structure of an OBP of Anopheles gambiae in complex with @DRUG$amide (DEET), one of the most effective repellents in use today.	1
0	Some trypanocidal drugs such @DRUG$ @DRUG$ and benznidazole act through free radical generation during their metabolism.	Some trypanocidal drugs such @DRUG$ @DRUG$ and benznidazole act through destitute radical generation during their metabolism .	Some trypanocidal drugs such @DRUG$ @DRUG$ during benznidazole act through free radical generation and their metabolism .	Some drugs @DRUG$ @DRUG$ and benznidazole act through free radical generation during their metabolism .	Some drugs that kill trypanosomes (such as @DRUG$ and benznidazole) work by generating free radicals during their metabolism.	1
0	In addition to D-@DRUG$, ATB(0,+) transports D-alanine, D-methionine, D-leucine, and D-@DRUG$.	In accession to D- @DRUG$ , ATB ( nought , + ) transports D-alanine , D-methionine , D-leucine , and D-@DRUG$ .	In and to D- D-methionine , ATB ( 0 , + ) transports D-alanine , @DRUG$ , D-leucine , addition D-@DRUG$ .	In addition to D- @DRUG$ , ATB ( 0 , ) transports D-alanine , D-methionine , D-leucine , and D-@DRUG$ .	D-@DRUG$ is transported by ATB ( 0 , + ) along with D-alanine , D-methionine , D-leucine , and D-@DRUG$ .	0
1	@DRUG$ is a tricyclic synthetic analog of melatonin that acts specifically on MT(1) and MT(2) @DRUG$ receptors.	@DRUG$ is a tricyclic antidepressant synthetic analog of melatonin that acts specifically on MT ( unity ) and MT ( 2 ) @DRUG$ receptors .	@DRUG$ is of tricyclic synthetic analog a melatonin that acts specifically on MT ( 1 ) and MT 2 ( ) @DRUG$ receptors .	@DRUG$ is a tricyclic synthetic analog of melatonin that acts specifically on MT ( 1 and MT ( 2 ) @DRUG$ receptors	@DRUG$ is a synthetic drug that is similar to melatonin, and it specifically affects the MT (1) and MT (2) receptors.	1
0	Also shown were the activities of both dietary selenium and @DRUG$ in prevention of @DRUG$-induced peroxidation in mitochondrial and microsomal preparations from chick liver.	also shown were the activities of both dietary selenium and @DRUG$ in prevention of @DRUG$ - induced peroxidation in mitochondrial and microsomal preparations from chick liver colored .	Also shown mitochondrial the activities in both dietary selenium and @DRUG$ of prevention of @DRUG$ - induced peroxidation in were and microsomal preparations from chick liver .	Also shown were the activities of both dietary selenium and @DRUG$ in prevention @DRUG$ - induced peroxidation in mitochondrial and microsomal preparations from liver .	Selenium (@DRUG$) prevented the peroxidation of mitochondrial and microsomal preparations from chick liver that was induced by @DRUG$.	0
0	This issue focuses on the following selection of drugs: AAV-NGFbeta, aprepitant, aripiprazole, atomoxetine hydrochloride; beta-Methyl-6-chloromelatonin, BMS-214662, bortezomib, bosentan; Calcipotriol/betamethasone dipropionate, CEA-TRICOM, cetuximab, ciclesonide, clofarabine, Cypher; Dalbavancin, darbepoetin alfa, darifenacin hydrobromide, desloratadine, Dexamet, drospirenone, drospirenone/ethinylestradiol, drotrecogin alfa (activated), duloxetine hydrochloride, dutasteride; Ecogramostim, efalizumab, ertapenem sodium, escitalopram oxalate, eszopiclone; Fenretinide; Gefitinib, gestodene, ghrelin (human); hMaxi-K, human papillomavirus vaccine; Imatinib mesylate, indiplon, iodine (i131) tositumomab, @DRUG$, ISS-1018; Lasofoxifene tartrate, levodopa/carbidopa/entacapone, liposomal doxorubicin; Nemifitide ditriflutate, nesiritide; Omalizumab; Pegfilgrastim, peginterferon alfa-2a, @DRUG$, phVEGF-A165, pimecrolimus, pramlintide acetate; Rasburicase, rimonabant hydrochloride; Satraplatin, St. John's Wort extract, sunitinib malate; Tadalafil, tanaproget, Taxus, tiotropium bromide, treprostinil sodium; Valdecoxib, vardenafil hydrochloride hydrate; Ximelagatran; Zileuton.	This subject concenter on the come after extract of dose : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine hydrochloride ; beta-Methyl-6-chloromelatonin , bowel movement - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , naught ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide , desloratadine , Dexamet , drospirenone , drospirenone / ethinylestradiol , drotrecogin alfa ( spark ) , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , ertapenem na , escitalopram oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , ghrelin ( homo ) ; hMaxi -K , homo papillomavirus vaccine ; Imatinib mesylate , indiplon , tincture of iodine ( i131 ) tositumomab , @DRUG$ , unity - 1018 ; Lasofoxifene tartrate , bendopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide ditriflutate , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , @DRUG$ , phVEGF - A165 , pimecrolimus , pramlintide acetate rayon ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's wort extract , sunitinib malate ; Tadalafil , tanaproget , genus taxus , tiotropium platitude , treprostinil na ; bextra , levitra hydrochloride hydrate ; Ximelagatran ; Zileuton .	aripiprazole issue focuses on entacapone following selection of drugs : AAV - NGFbeta , aprepitant , This , atomoxetine - ; beta-Methyl-6-chloromelatonin , BMS - 214662 , ) , bosentan ; Calcipotriol Ximelagatran betamethasone dipropionate , CEA-TRICOM nesiritide cetuximab , ciclesonide , clofarabine , Cypher ; Dalbavancin , darbepoetin alfa , darifenacin hydrobromide - ; , , , drospirenone , drospirenone / ethinylestradiol , i131 alfa ( activated bortezomib , duloxetine hydrochloride , dutasteride ; Ecogramostim , efalizumab , the sodium tiotropium carbidopa oxalate , eszopiclone ; Fenretinide ; Gefitinib , gestodene , desloratadine ( human pramlintide ; hMaxi -K , human papillomavirus vaccine ; Imatinib mesylate , indiplon , peginterferon ( drotrecogin ) tositumomab , @DRUG$ , ISS - 1018 ; iodine tartrate , levodopa / escitalopram / ertapenem , liposomal doxorubicin Tadalafil , ditriflutate , , ; Omalizumab ; Pegfilgrastim Nemifitide Lasofoxifene alfa , 2a Dexamet @DRUG$ , phVEGF hydrochloride A165 , pimecrolimus , ) acetate ; Rasburicase , rimonabant hydrochloride ; Satraplatin , St. John's Wort extract , sunitinib malate ; ; , tanaproget , Taxus , , bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ghrelin / ; Zileuton .	This issue focuses on the following selection drugs : AAV - NGFbeta , aprepitant , aripiprazole , atomoxetine ; , BMS - 214662 , bortezomib , bosentan ; Calcipotriol / betamethasone dipropionate , CEA-TRICOM , cetuximab , ciclesonide , clofarabine , Cypher Dalbavancin , darbepoetin alfa , hydrobromide , , Dexamet , drospirenone , / ethinylestradiol activated ) , duloxetine , dutasteride ; Ecogramostim , efalizumab , ertapenem sodium , escitalopram oxalate , eszopiclone Fenretinide ; Gefitinib , gestodene , ghrelin ( human ) ; -K , human papillomavirus vaccine ; Imatinib mesylate , iodine ( i131 ) tositumomab , @DRUG$ , ISS - 1018 ; Lasofoxifene , levodopa / carbidopa / entacapone , liposomal doxorubicin ; Nemifitide , nesiritide ; Omalizumab ; Pegfilgrastim , peginterferon alfa - 2a , @DRUG$ , phVEGF - A165 , pimecrolimus pramlintide acetate ; Rasburicase , rimonabant hydrochloride ; , St. John's Wort extract , sunitinib malate ; , tanaproget , Taxus , tiotropium bromide , treprostinil sodium ; Valdecoxib , vardenafil hydrochloride hydrate ; Ximelagatran ; Zileuton .	@DRUG$ is a drug that is used in combination with @DRUG$.	0
1	In pooled human liver microsomes, troleandomycin, @DRUG$ and sulfaphenazole reduced norhydromorphone formation by an average of 45, 50 and 25%, respectively, whereas furafylline, @DRUG$ and omeprazole had no effect.	In pooled homo liver colored microsomes , troleandomycin , @DRUG$ and sulfaphenazole reduced norhydromorphone formation by an average of 45 , 50 and xxv % , respectively , whereas furafylline , @DRUG$ and omeprazole had no effect .	In pooled human liver norhydromorphone , troleandomycin , @DRUG$ and sulfaphenazole reduced microsomes , by an , of 45 average 50 and 25 % , respectively formation whereas furafylline , @DRUG$ and omeprazole had no effect .	In pooled human liver microsomes , troleandomycin , @DRUG$ and sulfaphenazole reduced norhydromorphone formation by an average of 45 , 50 25 % , respectively , whereas furafylline , @DRUG$ omeprazole had no effect .	@DRUG$ and @DRUG$ reduce the formation of norhydromorphone by an average of 45%, 50%, and 25%, respectively.	0
0	Platelet aggregation in patients was inhibited by medium and high concentrations of alteplase when induced by 1 micromol/@DRUG$ ADP [1.6 +/- 0.5%, @DRUG$ = 0.001 and 0.9 +/- 0.2%, P = 0.002 versus 8.3 +/- 1.6% (control)] and 20 micromol/l ADP [46.9 +/- 3.9%, P = 0.001 and 46.2 +/- 4.8%, P = 0.001 versus 65.7 +/- 2.7% (control)].	platelet collecting in patients was inhibited by spiritualist and senior high tightness of alteplase when induced by 1 micromol / @DRUG$ adp [ 1.6 +/- 0.5 % , @DRUG$ = 0.001 and 0.9 +/- 0.2 % , atomic number  = 0.002 versus 8.3 +/- 1.6 % ( control ) ] and 20 micromol / cubic decimeter adp [ 46.9 +/- 3.9 % , atomic number  = 0.001 and 46.2 +/- 4.8 % , atomic number  = 0.001 versus 65.7 +/- 2.7 % ( control ) ] .	Platelet aggregation in patients was inhibited 0.9 medium and high and of alteplase when induced and 1 micromol / @DRUG$ ADP [ 0.001 +/- 0.5 % = @DRUG$ = 1.6 concentrations by +/- 0.2 % 3.9 P versus 0.002 % 8.3 +/- 1.6 % ( control ) ] by 20 micromol / l ADP [ 46.9 +/- , , , P = 0.001 and 46.2 +/- 4.8 % , P = 0.001 versus 65.7 +/- 2.7 % ( control ) ] .	Platelet aggregation in patients was inhibited by medium and high concentrations of alteplase when induced micromol / @DRUG$ ADP [ 1.6 +/- 0.5 % , @DRUG$ = 0.001 and 0.9 +/- 0.2 % , P = 0.002 versus 8.3 +/- 1.6 ( control ) ] and 20 micromol / l ADP [ 46.9 +/- 3.9 % , P = 0.001 and 46.2 +/- 4.8 , P = 0.001 versus +/- % ( control ) ]	Platelet aggregation in patients was inhibited by medium and high concentrations of alteplase when induced by 1 micromol / @DRUG$ ADP [ 1.6 +/- 0.5 % , @DRUG$ = 0.001 and 0.9 +/- 0.2 % , P =	0
0	New agents including the phytostanol preparation @DRUG$ and inhibitors of acyl coenzyme A:@DRUG$ acyltransferase, the apical Na(+)-dependent bile acid transporter and microsomal triglyceride transfer protein may also play a future role in combination therapy.	New agents including the phytostanol preparation @DRUG$ and inhibitor of acyl coenzyme A:@DRUG$ acyltransferase , the apical Na ( + ) - dependent bile acid transporter and microsomal triglyceride transfer protein crataegus oxycantha also play a next role in compounding therapy .	New agents including the phytostanol a dependent of inhibitors and acyl coenzyme A:@DRUG$ acyltransferase , the apical in ( + ) - @DRUG$ bile acid transporter and microsomal triglyceride transfer protein may also play preparation future role Na combination therapy .	New agents including the phytostanol preparation @DRUG$ inhibitors of acyl coenzyme acyltransferase , the apical Na ( + ) - dependent bile acid transporter and microsomal triglyceride transfer protein may also play a future role in combination therapy .	New agents including the phytostanol preparation @DRUG$ and inhibitors of acyl coenzyme A:@DRUG$ acyltransferase , the apical Na ( + ) - dependent bile acid transporter and microsomal triglyceride transfer protein may also play a future role in combination therapy	0
1	Nifedipine and @DRUG$ blocked these [3H]nitrendipine-binding sites on ventricular membranes, but @DRUG$ and prazosin did not, indicating that the ventricular alpha 1 receptors and calcium channels are distinct.	Nifedipine and @DRUG$ blocked these [ 3H ] nitrendipine - binding sites on ventricular membranes , but @DRUG$ and prazosin did not , indicating that the ventricular alpha 1 receptors and ca canalize are trenchant .	Nifedipine 1 @DRUG$ blocked these [ 3H ] nitrendipine - channels sites on and membranes , but @DRUG$ and prazosin did not , indicating that the ventricular alpha ventricular receptors and calcium binding are distinct .	Nifedipine and @DRUG$ blocked these 3H nitrendipine - binding sites ventricular membranes , but @DRUG$ and did not , indicating that the ventricular alpha receptors calcium channels are .	Nifedipine and @DRUG$ blocked these [ 3H ] nitrendipine - binding sites on ventricular membranes , but @DRUG$ and prazosin did not , indicating that the ventricular alpha 1 receptors and calcium channels are distinct ."Nifedipine	0
0	The most reactive residues are cysteine, methionine, and histidine and, to a lesser degree, @DRUG$, glutamic acid, tyrosine, lysine, @DRUG$, and threonine.	The most responsive balance are cysteine , methionine , and histidine and , to a lesser degree , @DRUG$ , glutamic acerb , tyrosine , lysine , @DRUG$ , and threonine .	The most reactive residues are cysteine , methionine , and lesser and and to a histidine degree threonine @DRUG$ , glutamic acid , tyrosine , lysine , @DRUG$ , , , .	The most reactive residues are cysteine , methionine , and histidine and , to a lesser degree , @DRUG$ , glutamic acid , tyrosine , @DRUG$ , .	The most reactive residues are cysteine, methionine, and histidine, and to a lesser degree, @DRUG$, glutamic acid, tyrosine, lysine, @DRUG$, and threonine.	0
0	All patients received @DRUG$, an NS5A inhibitor, and @DRUG$, a nucleotide polymerase inhibitor, as a single fixed-dose combination for 12 weeks.	All patients received @DRUG$ , an NS5A inhibitor , and @DRUG$ , a base polymerase inhibitor , as a single fixed - social disease combination for 12 weeks .	All weeks received @DRUG$ , an for inhibitor , and @DRUG$ , a nucleotide polymerase inhibitor , as a single fixed - dose combination NS5A 12 patients .	All patients received @DRUG$ , an NS5A inhibitor , @DRUG$ , a nucleotide polymerase inhibitor , as a single fixed dose combination for 12 .	All patients received @DRUG$ and @DRUG$ as a single fixed-dose combination for 12 weeks.	0
0	In short-term evaluations (eight to ten days after therapy), 0.4% @DRUG$ cream was @DRUG$ effective as 2.0% miconazole nitrate cream and significantly superior microbiologically in one study.	inward short - term evaluations ( eight to ten days after therapy ) , 0.4 % @DRUG$ cream was @DRUG$ effective as 2.0 % monistat nitrate cream and significantly lake superior microbiologically in one study .	In short - term one ( eight to ten days after therapy ) cream 0.4 % @DRUG$ cream was @DRUG$ effective as 2.0 % miconazole nitrate , significantly and superior microbiologically in evaluations study .	In short - term evaluations ( eight to ten days therapy ) , 0.4 % @DRUG$ cream was @DRUG$ effective as 2.0 % miconazole nitrate cream and significantly superior microbiologically in one study .	In short - term evaluations ( eight to ten days after therapy ) , @DRUG$ cream was found to be as effective as miconazole nitrate cream and significantly superior microbiologically in one study .	1
1	Similar benefits were subsequently reported and extended to all PAH categories, and confirmed with more stable @DRUG$ analogues administered subcutaneously (treprostinil), by inhalation (iloprost), or even orally (@DRUG$).	Similar benefits were afterward report and extended to all PAH categories , and confirmed with more unchanging @DRUG$ analogues administered subcutaneously ( treprostinil ) , by inhalation ( iloprost ) , or even orally ( @DRUG$ ) .	Similar benefits were subsequently PAH and extended to all reported categories , ) confirmed with more stable @DRUG$ analogues administered subcutaneously ( ) and , by inhalation ( iloprost treprostinil , or even orally ( @DRUG$ ) .	Similar benefits subsequently reported and extended to all PAH categories , and confirmed stable @DRUG$ analogues administered subcutaneously ( treprostinil ) , inhalation ( iloprost , or even orally ( @DRUG$ ) .	The benefits of @DRUG$ were subsequently reported and extended to all PAH categories, and confirmed with more stable DRUGA analogues administered subcutaneously, by inhalation, or even orally.	1
1	@DRUG$ and its active metabolite 9-OH-risperidone were compared to reference antipsychotic drugs (@DRUG$, pipamperone, fluspirilene, clozapine, zotepine) and compounds under development (olanzapine, seroquel, sertindole, ORG-5222, ziprasidone) for in vitro binding to neurotransmitter receptors in brain tissue and on membranes of recombinant cells expressing cloned human receptors and for in vivo occupancy of neurotransmitter receptors in rat and guinea-pig brain following acute treatment (2 h., s.c.).	@DRUG$ and its active metabolite 9 - OH - risperidone were compared to reference major tranquilizer drugs ( @DRUG$ , pipamperone , fluspirilene , clozapine , zotepine ) and compounds under development ( olanzapine , seroquel , sertindole , ORG - 5222 , ziprasidone ) for in vitro binding to neurotransmitter sensory receptor in brain tissue and on membrane of recombinant cells expressing clone human sensory receptor and for in vivo moving in of neurotransmitter sensory receptor in scum bag and guinea- pig brain surveil incisive treatment ( 2 h. , s.c. ) .	@DRUG$ and its active metabolite 9 , , - risperidone were compared to reference antipsychotic drugs ( @DRUG$ sertindole pipamperone , fluspirilene , clozapine OH zotepine ) and compounds under development ( ziprasidone 5222 seroquel , , , ORG - pig - olanzapine ) for in vitro binding , neurotransmitter receptors in brain tissue and on membranes of recombinant cells expressing cloned human receptors and for in vivo occupancy of neurotransmitter receptors in rat and guinea- , treatment following acute brain ( 2 h. to s.c. ) .	@DRUG$ and its active metabolite 9 - OH - risperidone compared to reference antipsychotic drugs ( @DRUG$ , pipamperone fluspirilene , clozapine , zotepine ) compounds under development ( , seroquel , , ORG - 5222 , for in vitro binding to neurotransmitter receptors in brain tissue and on membranes of recombinant cells expressing cloned human and for in vivo occupancy of neurotransmitter receptors in rat and guinea- pig brain following acute treatment ( 2 h. , ) .	@DRUG$ and @DRUG$ are both antipsychotic drugs that bind to neurotransmitter receptors in the brain. DRUGA is more potent than DRUGB , and it also has a longer half-life.	0
0	Biologically, the @DRUG$ beam reduces the @DRUG$ enhancement ratio and increases relative biological effectiveness.	Biologically , the @DRUG$ beam reduces the @DRUG$ sweetening ratio and increases relative biological effectiveness .	the , the @DRUG$ beam reduces Biologically @DRUG$ enhancement ratio and increases relative biological effectiveness .	Biologically , the @DRUG$ beam reduces the @DRUG$ enhancement ratio and increases relative biological effectiveness	The @DRUG$ beam reduces the @DRUG$ enhancement ratio and increases the relative biological effectiveness.	0
0	However, in spite of three decades of basic and clinical investigations, the molecular target of @DRUG$, @DRUG$ well as its mechanism of action, remains elusive.	yet , in offend of three decades of basic and clinical investigations , the molecular target of @DRUG$ , @DRUG$ wellspring as its mechanism of action , remains elusive .	However , in spite of three decades of basic action clinical investigations , the molecular target of @DRUG$ , @DRUG$ well as its remains of and , mechanism elusive .	However , spite three decades basic and clinical investigations , the molecular target of @DRUG$ , @DRUG$ as its mechanism action , remains .	Despite many years of research, we still don't know exactly what @DRUG$ does or how it works.	1
0	In HIV-infected patients who received once-daily ritonavir (100mg) boosted @DRUG$ (300 @DRUG$), mean (+/-SD) trough concentration was 862 (+/-838) ng/mL.	In HIV - infected patients who received once-daily ritonavir ( 100 mg ) boosted @DRUG$ (  @DRUG$ ) , mean ( + /- SD ) trough concentration was 862 ( +/-838 ) nanogram / mil .	In HIV - infected patients / received ( ritonavir ( who mg ) boosted @DRUG$ ( 300 @DRUG$ ) , mean ( + /- SD ) trough concentration was 862 once-daily +/-838 ) ng 100 mL .	In HIV infected who received once-daily ritonavir ( 100 ) boosted @DRUG$ ( 300 @DRUG$ ) , ( + /- SD ) trough concentration was 862 ( +/-838 ) ng / mL .	In HIV - infected patients who received once-daily ritonavir ( 100 mg ) boosted @DRUG$ ( 300 @DRUG$ ) , the mean ( + /- SD ) trough concentration was 862 ( +/-838 ) ng / mL .	0
0	When relationships were evaluated in microsomes from 10 human livers between the metabolism of substrates toward the respective CYP isoforms and stereoselective metabolism of MS at a low (5 microM) and at a high (200 microM) MS concentration, significant correlations existed in: 2-hydroxylation of @DRUG$ vs. 8-hydroxylation of S-(+)-MS (r = 0.94, P < .01), O-deethylation of phenacetin vs. N-demethylation of S-(+)-MS (r = 0.85, P < .01) and @DRUG$-(-)-MS (r = 0.69, P < .05) or N-oxidation of S-(+)-MS (r = 0.94, P < .01) at the low concentration; and 6 beta-hydroxylation of testosterone vs. three metabolic reactions of both MS enantiomers at the high concentration (r = 0.68-0.93, P < .05-.01).	When relationships were judge in microsome from 10 human being liver between the metabolism of substrates toward the various CYP isoforms and stereoselective metabolism of MS at a moo ( 5 microM ) and at a senior high school ( two hundred microM ) MS engrossment , meaning correlations survive in : 2 - hydroxylation of @DRUG$ vs. 8-hydroxylation of s -(+ ) - MS ( r = 0.94 , P < .01 ) , O-deethylation of phenacetin vs. N-demethylation of s -(+ ) - MS ( r = 0.85 , P < .01 ) and @DRUG$ -(-) - MS ( r = 0.69 , P < .05 ) or N-oxidation of s -(+ ) - MS ( r = 0.94 , P < .01 ) at the moo engrossment ; and 6 beta-hydroxylation of testosterone vs. leash metabolic reaction of both MS enantiomer at the senior high school engrossment ( r = 0.68-0.93 , P < .05-.01 ) .	When relationships were evaluated in microsomes r 10 human respective P the metabolism of substrates ) the livers reactions isoforms and stereoselective metabolism - MS at a low ( 5 microM ) and at r high ( 200 microM ) MS concentration , significant correlations existed in : 2 - hydroxylation of @DRUG$ vs. 8-hydroxylation of of P ) - MS ( from = 0.94 , P < .01 at , O-deethylation of phenacetin vs. N-demethylation of S -(+ toward S MS ( r = 0.85 , -(+ < .01 ) and @DRUG$ -(-) - MS ( r = 0.69 , P = .05 ) or N-oxidation of S -(+ ) - MS ( r < 0.94 , between < .01 ) of the low concentration ; and 6 beta-hydroxylation at testosterone MS three metabolic both of CYP vs. enantiomers ) the high concentration ( a = 0.68-0.93 , P < .05-.01 ) .	relationships were evaluated in microsomes from 10 human livers between metabolism of substrates toward the respective CYP isoforms and stereoselective metabolism of MS at a low ( 5 microM ) and at a high ( 200 microM ) MS concentration , significant correlations existed in : 2 - hydroxylation of @DRUG$ vs. 8-hydroxylation S -(+ ) - MS ( r = 0.94 , P < .01 ) , O-deethylation of phenacetin N-demethylation of S -(+ ) - MS ( r = 0.85 , < .01 and @DRUG$ -(-) - MS ( r = 0.69 , P < .05 ) or N-oxidation of S -(+ ) - MS ( r = 0.94 , P < .01 ) at the low concentration ; and 6 beta-hydroxylation of testosterone vs. three metabolic of both MS enantiomers the high concentration ( r = 0.68-0.93 , P < .05-.01 ) .	When relationships were evaluated in microsomes from 10 human livers between the metabolism of substrates toward the respective CYP isoforms and stereoselective metabolism of MS at a low ( 5 microM ) and at a high ( 200 microM ) MS concentration , significant correlations existed in : 2	1
0	Experiment 2 was conducted with triplicate floor pens of 33 male broilers each for 42 d with four electrolyte levels [basal (0.2% Na, 0.34% Cl, 1.03% K); basal plus 0.1% Na (from sodium carbonate); basal plus 0.1% Cl (from ammonium chloride); basal plus 0.18% K (from @DRUG$ @DRUG$)].	Experiment 2 was lead with triplicate ball over indite of 33 male broilers each for xlii d with four electrolyte levels [ basal ( 0.2 % Na , 0.34 %  , 1.03 % K ) ; basal asset 0.1 % Na ( from atomic number  carbonate ) ; basal asset 0.1 %  ( from ammonium chloride ) ; basal asset 0.18 % K ( from @DRUG$ @DRUG$ ) ] .	Experiment 2 ( conducted Cl triplicate floor pens of 33 male broilers each for 42 d 0.1 four electrolyte levels % basal was % % Na % 0.34 [ Cl , 1.03 % K ) ; basal plus 0.1 0.2 Na ( from sodium carbonate ) ; basal plus with , with ( from ammonium ) chloride ; basal plus 0.18 % K ( from @DRUG$ @DRUG$ ) ] .	was with triplicate floor pens of 33 male broilers each for 42 with four electrolyte levels [ basal ( 0.2 % Na , 0.34 % Cl , 1.03 % ) ; basal plus 0.1 % Na ( from sodium carbonate ) ; 0.1 % Cl ( from ammonium chloride ) ; basal plus 0.18 % K ( from @DRUG$ @DRUG$ ] .	The addition of @DRUG$ @DRUG$ to the basal electrolyte level increased the potassium concentration by 0.18 %.	0
1	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab, @DRUG$, roledumab, tralokinumab, risankizumab, SA237, emapalumab, suptavumab, erenumab, eptinezumab, fremanezumab, fasinumab, tanezumab, lampalizumab, brolucizumab).	Of these , five mAbs are for cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and fifteen mAbs are for non-cancer indications ( caplacizumab , @DRUG$ , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , erenumab , eptinezumab , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab ) .	Of these 5 , mAbs , for cancer ( durvalumab , JNJ , 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and 15 mAbs are for non-cancer indications ( caplacizumab , @DRUG$ , roledumab suptavumab tralokinumab , risankizumab - SA237 , emapalumab , are , erenumab , eptinezumab , , , fasinumab fremanezumab tanezumab , lampalizumab , brolucizumab ) .	Of these , 5 are for cancer ( durvalumab JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ and 15 mAbs are for non-cancer indications ( caplacizumab , @DRUG$ , roledumab , tralokinumab risankizumab , SA237 , emapalumab , suptavumab , erenumab , , fremanezumab , fasinumab , tanezumab , lampalizumab , brolucizumab .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab	1
0	After a dietary lead-in period, 2,431 adults with hypercholesterolemia (LDL cholesterol > or =160 and <250 mg/dl; triglycerides <400 mg/dl) were randomized to treatment with rosuvastatin 10, 20, 40, or 80 @DRUG$; @DRUG$ 10, 20, 40, or 80 mg; simvastatin 10, 20, 40, or 80 mg; or pravastatin 10, 20, or 40 mg.	after a dietetical lead - in menstruum , 2,431 adults with hypercholesteremia ( low density lipoprotein cholesterin > or = 160 and < 250 mg / dl ; triglycerides < 400 mg / dl ) were randomized to treatment with rosuvastatin decade , xx , 40 , or 80 @DRUG$ ; @DRUG$ decade , xx , 40 , or 80 mg ; simvastatin decade , xx , 40 , or 80 mg ; or pravastatin decade , xx , or 40 mg .	After a dietary cholesterol - in ( , < adults with hypercholesterolemia period LDL lead > or = 160 and < 250 / mg randomized ; triglycerides 2,431 400 mg / ) dl were 20 simvastatin treatment with rosuvastatin 10 , 20 , 40 , or 80 @DRUG$ ; @DRUG$ 10 , 20 , 40 , or 80 mg ; to 10 , dl , 40 , or 80 mg ; or pravastatin 10 , 20 , or 40 mg .	a dietary lead in period , 2,431 adults hypercholesterolemia ( LDL or 160 and < 250 mg / dl ; triglycerides < 400 mg / dl ) were randomized to with rosuvastatin 10 , 20 , 40 or 80 @DRUG$ ; @DRUG$ 10 , 20 , 40 , or mg ; simvastatin 10 , 20 , 40 , or 80 ; or pravastatin , 20 , or 40 mg .	After a dietary lead - in period , 2,431 adults with hypercholesterolemia ( LDL cholesterol > or = 160 and < 250 mg / dl ; triglycerides < 400 mg / dl ) were randomized to treatment with rosuvastatin 10 , 20 , 40 , or 80	1
0	RESULTS: Testosterone levels in L-T, L-DHEA and L-T/@DRUG$-S groups were respectively 3.19 +/- 0.23 @DRUG$/ml, 4.89 +/- 0.45 ng/ml and 3.25 +/- 0.34 g/ml (p < 0.002).	leave : testosterone levels in L-T , L-DHEA and L-T/ @DRUG$ -S groups were respectively 3.19 +/- 0.23 @DRUG$ / ml , 4.89 +/- 0.45 ng / ml and 3.25 +/- 0.34 g/ml ( phosphorus < 0.002 ) .	RESULTS 0.002 Testosterone levels in L-T and L-DHEA and ml @DRUG$ -S groups were respectively 3.19 +/- 0.23 @DRUG$ / ml , 4.89 +/- 0.45 ng / L-T/ , 3.25 +/- 0.34 g/ml ( p < : ) .	RESULTS Testosterone levels in L-T , and L-T/ @DRUG$ groups were respectively 3.19 +/- 0.23 @DRUG$ / ml , 4.89 +/- 0.45 ng / 3.25 +/- 0.34 g/ml ( p < 0.002 ) .	L-T, L-DHEA and L-T/@DRUG$-S groups had testosterone levels that were, respectively, 3.19 +/- 0.23 @DRUG$/ml, 4.89 +/- 0.45 ng/ml, and 3.25 +/- 0.34	0
0	Urine concentrations of both combinations have similar bioactivity against urinary pathogens after 500 @DRUG$ of @DRUG$-trimazine and 960 mg of co-trimoxazole.	Urine tightness of both combinations have similar bioactivity against urinary pathogens after 500 @DRUG$ of @DRUG$ - trimazine and 960 milligram of co-trimoxazole .	Urine concentrations of and combinations co-trimoxazole similar bioactivity against urinary pathogens after 500 @DRUG$ of @DRUG$ - trimazine both 960 mg of have .	Urine concentrations of both combinations have similar bioactivity against pathogens after 500 @DRUG$ of @DRUG$ - trimazine and 960 mg of co-trimoxazole .	The concentrations of both drugs in urine are equally effective in killing urinary pathogens after 500 units of @DRUG$ and 960 mg of co-trimoxazole are administered.	1
0	RESULTS: After 3 months of MYO administration, plasma @DRUG$, testosterone, free testosterone, insulin and HOMA index resulted significantly reduced; no significant changes were observed in plasma @DRUG$ and androstenedione levels.	RESULTS : After terzetto months of MYO administration , plasma @DRUG$ , testosterone , free testosterone , insulin and HOMA index resulted significantly lose weight ; no significant alteration were observed in plasma @DRUG$ and androstenedione levels .	RESULTS plasma After 3 months of MYO administration HOMA : @DRUG$ , testosterone , free and , insulin testosterone , index resulted significantly reduced ; no significant changes were observed in plasma @DRUG$ and androstenedione levels .	RESULTS : After 3 months of MYO administration , plasma @DRUG$ , testosterone , free testosterone insulin and HOMA index resulted significantly reduced ; no significant changes were observed in @DRUG$ and androstenedione levels .	After 3 months of MYO administration, plasma @DRUG$, testosterone, free testosterone, insulin and HOMA index resulted significantly reduced; no significant changes were observed in plasma @DRUG$ and androstenedione levels.	0
1	Three control drugs, FT-207, uracil and @DRUG$, were also included in present experiment at doses of 7.5, 420.0 and 5.0 @DRUG$/kg, respectively.	Three control drugs , foot - 207 , uracil and @DRUG$ , were besides included in present experiment at doses of 7.5 , 420.0 and 5.0 @DRUG$ / kg , severally .	Three control drugs , FT , 207 , uracil and @DRUG$ , were also included in 420.0 of at doses experiment 7.5 , present and 5.0 @DRUG$ / kg - respectively .	Three control drugs , FT 207 , uracil and @DRUG$ , were also included in present experiment at doses of 7.5 , 420.0 and 5.0 @DRUG$ / kg , respectively .	Three control drugs, FT-207, uracil, and @DRUG$, were also included in present experiment at doses of 7.5, 420.0 and 5.0 @DRUG$/kg, respectively.	0
0	The objectives of the present study were to determine the splanchnic extraction of glutamine after ingestion of @DRUG$-rich protein ((15)N-labeled @DRUG$ proteins) and to compare it with that of free glutamine and to determine de novo glutamine synthesis before and after glutamine consumption.	The object of the present field were to determine the visceral extraction of glutamine after ingestion of @DRUG$ - rich protein ( (  ) N - labeled @DRUG$ proteins ) and to compare it with that of spare glutamine and to determine de novo glutamine synthesis before and after glutamine consumption .	The objectives after the present study were to determine the splanchnic extraction of glutamine after it of @DRUG$ - rich protein ( ( 15 ) N - compare @DRUG$ proteins ) and labeled to ingestion with that of free de and to determine glutamine novo glutamine synthesis before and of glutamine consumption .	The objectives of the present were to determine the splanchnic extraction of after of @DRUG$ - rich protein ( ( 15 ) N - labeled @DRUG$ proteins ) and to compare it with that free glutamine and to determine de novo glutamine synthesis before and after glutamine consumption .	The study found that the protein-rich drink @DRUG$ resulted in a higher extraction of glutamine from the intestine than either free glutamine or the control drink. Furthermore, de novo glutamine synthesis was increased after glutamine consumption.	1
0	Characteristic of alpha 1-adrenoceptor antagonists, doxazosin also has favourable effects on the plasma lipid profile in that it decreases total cholesterol and triglycerides, and increases high density lipoprotein (HDL) @DRUG$ as well @DRUG$ the HDL/total cholesterol ratio.	characteristic of alpha 1 - adrenoceptor antagonists , doxazosin also has lucky effect on the blood plasma lipid profile in that it decreases total cholesterol and triglycerides , and increases high density lipoprotein ( HDL ) @DRUG$ as well @DRUG$ the HDL / total cholesterol ratio .	plasma of alpha 1 lipid adrenoceptor antagonists , , also has favourable effects on the ) - profile in that it decreases total cholesterol and triglycerides doxazosin and increases high density lipoprotein ( HDL Characteristic @DRUG$ as well @DRUG$ the HDL / total cholesterol ratio .	Characteristic alpha 1 - adrenoceptor antagonists , doxazosin also has effects on the plasma lipid profile in that it total cholesterol and triglycerides , and increases density lipoprotein ( HDL ) @DRUG$ as @DRUG$ HDL total cholesterol ratio .	Alpha 1 - adrenoceptor antagonists, like doxazosin, have favourable effects on the plasma lipid profile by decreasing total cholesterol and triglycerides, and increasing high density lipoprotein (HDL).	1
1	There are many reports of drugs which may increase (e.g. folic acid, dexamethasone and rifampicin) or decrease (e.g. valproic acid, sulthiame, isoniazid, @DRUG$, phenylbutazone, chloramphenicol and some sulphonamides) the metabolism of @DRUG$.	thither are many reports of drugs which may increase ( e.g. folic acid , dexamethasone intensol and rifampicin ) or fall ( e.g. valproic acid , sulthiame , isoniazid , @DRUG$ , butazolidin , chloramphenicol and some sulphonamides ) the metabolism of @DRUG$ .	There are many increase of drugs which may reports ( isoniazid folic acid , dexamethasone and rifampicin sulthiame or decrease ( e.g. valproic acid , ) , e.g. and @DRUG$ , phenylbutazone , chloramphenicol , some sulphonamides ) the metabolism of @DRUG$ .	There are many reports drugs may increase ( e.g. folic acid , dexamethasone and ) decrease e.g. valproic acid sulthiame , isoniazid , @DRUG$ , phenylbutazone , chloramphenicol and some ) the metabolism of @DRUG$ .	Some drugs may increase or decrease the metabolism of another drug.	1
1	Clinical studies indicate single-dose efficacy greater than that of morphine, pethidine (meperidine) and @DRUG$ in moderate to severe postoperative pain, with some evidence of a more favourable adverse effect profile than @DRUG$ or pethidine.	Clinical report show single - dose efficacy greater than that of morphine , pethidine ( meperidine ) and @DRUG$ in moderate to severe postoperative pain , with some evidence of a more favourable inauspicious outcome profile than @DRUG$ or pethidine .	than studies indicate single - dose efficacy greater than that of morphine , pethidine ( meperidine of pain @DRUG$ in moderate to severe postoperative pethidine , with some evidence ) a more favourable adverse effect profile Clinical @DRUG$ or and .	studies indicate single dose efficacy greater than that of morphine , pethidine ( ) and @DRUG$ in moderate to severe postoperative pain , with some evidence of more favourable adverse effect profile than @DRUG$ or pethidine .	Clinical studies indicate that @DRUG$ is more effective than morphine, pethidine, and @DRUG$ in moderate to severe postoperative pain, with some evidence of a more favourable adverse effect profile than DRUGB or pethidine.	0
0	Dietary @DRUG$ at concentrations of 1% and 2% (@DRUG$/w) decreased total plasma cholesterol by 3.4 mmol/L compared with controls.	Dietary @DRUG$ at concentrations of 1 % and 2 % ( @DRUG$ / w ) decreased total plasma cholesterol by 3.4 mmol / L liken with ascendence .	Dietary @DRUG$ at concentrations of / % and 2 % ( @DRUG$ / w ) decreased total plasma cholesterol 1 3.4 mmol by L compared with controls .	Dietary @DRUG$ at concentrations of 1 % and 2 % ( @DRUG$ / ) decreased total plasma cholesterol by 3.4 L compared with controls .	Dietary @DRUG$ at concentrations of 1 % and 2 % ( @DRUG$ / w ) decreased total plasma cholesterol by 3.4 mmol / L compared with controls .	0
0	The high cure rates of terbinafine against dermatophytes, as shown in many studies since its launch in the 1990s, together with lack of clinically significant drug interactions and well established safety record, indicate the use of continuous oral @DRUG$ @DRUG$ the top choice for the treatment of onychomycosis in most patients.	The mellow cure rates of lamisil against dermatophytes , as present in many studies since its launch in the 1990s , together with lack of clinically significant drug interactions and wellspring established safety record , indicate the practice of continuous oral @DRUG$ @DRUG$ the top choice for the treatment of onychomycosis in most patients .	The high cure clinically safety terbinafine against the , as shown in many studies rates its launch in dermatophytes 1990s , together with lack choice since significant drug interactions and well established of record , indicate the use of continuous oral @DRUG$ @DRUG$ the top of for the treatment of onychomycosis in most patients .	The high cure rates of terbinafine against dermatophytes , as shown in many studies its in the together with lack of significant drug interactions and well established safety record , indicate the use continuous oral @DRUG$ @DRUG$ the top choice for treatment of onychomycosis in most patients .	The high cure rates of terbinafine against dermatophytes, together with lack of clinically significant drug interactions and well established safety record, indicate the use of continuous oral @DRUG$ as the top choice for the treatment of onychomycosis in most patients.	1
0	Results from 2 recent phase IIIb studies (TARGET and CONTROL) conducted in the United States also showed that cinacalcet HCl can significantly reduce or maintain reduction in PTH while simultaneously lowering calcium, @DRUG$, and @DRUG$-phosphorus product.	Results from deuce recent epoch phase IIIb field ( TARGET and CONTROL ) conducted in the United States also showed that cinacalcet HCl can importantly reduce or maintain reduction in PTH while simultaneously lowering calcium , @DRUG$ , and @DRUG$ - phosphorus product .	Results from 2 recent phase the studies ( TARGET and CONTROL ) conducted in IIIb United HCl also showed that cinacalcet and can significantly reduce or maintain reduction in PTH while simultaneously States calcium , @DRUG$ , lowering @DRUG$ - phosphorus product .	from 2 recent phase IIIb studies ( TARGET and CONTROL ) conducted in the United States also showed that cinacalcet HCl can significantly reduce or maintain reduction in PTH while simultaneously calcium , @DRUG$ , and @DRUG$ - phosphorus product .	Cinacalcet HCl can significantly reduce or maintain reduction in PTH while simultaneously lowering calcium, @DRUG$, and @DRUG$-phosphorus product.	0
0	Large doses of paracetamol (overdoses) cause acute hepatic necrosis @DRUG$ a result of depletion of @DRUG$ and of binding of the excess reactive metabolite to vital cell constituents.	Large doses of paracetamol ( overdoses ) cause acute hepatic necrosis @DRUG$ a result of depletion of @DRUG$ and of stick of the supernumerary reactive metabolite to critical cell constituents .	Large of doses paracetamol ( overdoses acute cause ) hepatic necrosis @DRUG$ a result of depletion of @DRUG$ and of binding of the constituents reactive metabolite to vital cell excess .	doses of paracetamol ( overdoses ) cause hepatic necrosis @DRUG$ a result of depletion of @DRUG$ and of binding the reactive metabolite to vital constituents .	Large doses of paracetamol (overdoses) cause acute hepatic necrosis as a result of depletion of @DRUG$ and of binding of the excess reactive metabolite to vital cell constituents.	1
0	Aerosolized AMP elicited significant increases in Penh in sensitized mice, and the effect was significantly attenuated by either CVT-6883 (1 mg/kg i.p.) or @DRUG$ (1 @DRUG$/kg i.p.).	Aerosolized AMP elicited significant increases in Penh in sensitized computer mouse , and the essence was significantly weakened by either CVT -6883 ( 1 mg / kg i.p. ) or @DRUG$ ( 1 @DRUG$ / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice , and the attenuated was 1 effect by either CVT -6883 ( significantly mg ( kg i.p. ) or @DRUG$ / 1 @DRUG$ / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh in mice , and the was significantly attenuated by either CVT -6883 ( 1 mg / kg i.p. ) or @DRUG$ ( 1 @DRUG$ / kg i.p. ) .	Aerosolized AMP elicited significant increases in Penh in sensitized mice , and the effect was significantly attenuated by either CVT -6883 ( 1 mg / kg i.p. ) or @DRUG$ ( 1 @DRUG$ / kg i.p. ) .	0
0	This review will discuss the current evidence for novel branded antibiotics that are highly effective in the treatment of multidrug-resistant infections by Gram-positive pathogens, namely ceftobiprole, ceftaroline, telavancin, @DRUG$, dalbavancin, tedizolid, besifloxacin, @DRUG$, ozenoxacin, and omadacycline.	This limited review will discuss the current manifest for novel branded antibiotics that are extremely effective in the handling of multidrug -resistant infections by Gram-positive pathogens , namely ceftobiprole , ceftaroline , telavancin , @DRUG$ , dalbavancin , tedizolid , besifloxacin , @DRUG$ , ozenoxacin , and omadacycline .	This review will discuss the current evidence infections novel branded antibiotics that namely highly effective in the treatment of multidrug -resistant for by Gram-positive , , are ceftobiprole , ceftaroline , telavancin , @DRUG$ pathogens dalbavancin , tedizolid , omadacycline , @DRUG$ , ozenoxacin , and besifloxacin .	review will discuss the evidence for novel branded that are effective in the treatment of multidrug -resistant infections by , namely ceftobiprole , ceftaroline , telavancin @DRUG$ , dalbavancin , tedizolid , besifloxacin , @DRUG$ ozenoxacin , and omadacycline .	The novel branded antibiotics ceftobiprole, ceftaroline, telavancin, @DRUG$, dalbavancin, tedizolid, besifloxacin, @DRUG$, ozenoxacin, and omadacycline are all	0
0	INTERPRETATION: The safety of incorporating @DRUG$ to @DRUG$-CHP or G-CHP was as expected and managable.	version : The safety of incorporating @DRUG$ to @DRUG$ - CHP or g force -CHP was as expected and managable .	managable : The safety of incorporating @DRUG$ to @DRUG$ - CHP or G -CHP expected as was and INTERPRETATION .	INTERPRETATION : The safety of incorporating @DRUG$ @DRUG$ CHP or G -CHP was as expected and managable .	The safety of incorporating @DRUG$ to @DRUG$ - CHP or G -CHP was as expected and managable .	0
0	The RADIANCE phase 3 study aimed to confirm the safety and efficacy of @DRUG$ versus @DRUG$ in individuals with relapsing multiple sclerosis.	The RADIANCE phase leash study aimed to confirm the safety and efficacy of @DRUG$ versus @DRUG$ in soul with relapsing multiple sclerosis .	The RADIANCE phase 3 study aimed to confirm in safety individuals efficacy of @DRUG$ versus @DRUG$ the and with relapsing multiple sclerosis .	RADIANCE phase 3 study aimed to confirm the efficacy of @DRUG$ @DRUG$ in individuals with relapsing multiple sclerosis .	@DRUG$ is safe and effective for treating relapsing multiple sclerosis, compared to @DRUG$.	0
0	However, @DRUG$-containing intravenous @DRUG$ preparations are associated with an elevated risk of anaphylactic reactions, which made physicians reluctant to prescribe intravenous iron in the treatment of iron deficiency anemia for many years.	However , @DRUG$ - containing intravenous @DRUG$ preparations are consociate with an elevated risk of anaphylactic reactions , which made physicians reluctant to prescribe intravenous iron out in the handling of iron out deficiency anemia for many years .	However , @DRUG$ - containing intravenous @DRUG$ preparations are for with an prescribe risk of anaphylactic reactions , which made physicians reluctant to intravenous elevated iron in the treatment of iron deficiency anemia associated many years .	However , @DRUG$ - containing intravenous @DRUG$ preparations are associated with elevated risk of anaphylactic reactions , which made physicians reluctant to prescribe intravenous in treatment of iron deficiency anemia for many years .	However, @DRUG$-containing intravenous @DRUG$ preparations are associated with an elevated risk of anaphylactic reactions, which made physicians reluctant to prescribe intravenous iron in the treatment of iron deficiency anemia for many years.	0
0	Telmisartan 40 to 120 mg/day was @DRUG$ effective as amlodipine 5 to 10 mg/day or @DRUG$ 50 to 100 mg/day in dose-titration studies.	Telmisartan xl to 120 mg / day was @DRUG$ effective as amlodipine 5 to 10 mg / day or @DRUG$ 50 to century mg / day in dose-titration learn .	Telmisartan to 40 120 to / 10 was @DRUG$ effective as amlodipine 5 to day mg / day or @DRUG$ 50 mg 100 mg / day in dose-titration studies .	Telmisartan 40 to 120 mg / day was @DRUG$ effective as 5 to 10 mg / day or @DRUG$ 50 to 100 mg day in dose-titration studies .	Telmisartan 40 to 120 mg / day was effective as amlodipine 5 to 10 mg / day or atenolol 50 to 100 mg / day in dose-titration studies .	1
0	To test chronic toxicity, worker bees were fed @DRUG$ solutions containing 0.1, 1, and 10 microg/@DRUG$ of imidacloprid and its metabolites for 10 d. Fifty percent mortality was reached at approximately 8 d. Hence, considering that sucrose syrup was consumed at the mean rate of 12 microl/d and per bee, after an 8-d period the cumulated doses were approximately 0.01, 0.1, and 1 ng/bee (0.1, 1, and 10 microg/kg).	To mental testing chronic toxicity , worker be were federal @DRUG$ solutions containing 0.1 , 1 , and 10 microg / @DRUG$ of imidacloprid and its metabolites for 10 d. Fifty percent mortality was strain at approximately ogdoad d. Hence , reckon that saccharose syrup was go through at the mean rate of 12 microl / calciferol and per bee , after an ogdoad - calciferol period the cumulated doses were approximately 0.01 , 0.1 , and 1 ng / bee ( 0.1 , 1 , and 10 microg / kg ) .	To test chronic toxicity , worker bees d that @DRUG$ solutions containing 0.1 , 1 , and were microg / @DRUG$ of consumed rate its metabolites for 10 d. Fifty and 8 was considering at approximately 8 d. Hence , reached fed sucrose syrup was imidacloprid at and mean percent of 12 microl / 10 the per bee , after an mortality - d period the cumulated doses were approximately 0.01 , 0.1 , and 1 ng / bee ( 0.1 , 1 , and 10 microg / kg ) .	To chronic toxicity , worker bees were fed @DRUG$ solutions containing 0.1 , 1 , and microg / @DRUG$ of and its metabolites for 10 d. Fifty percent mortality was reached at approximately 8 d. , that sucrose syrup was consumed at the mean rate of 12 microl / d and per bee , after an 8 - d period the cumulated were approximately 0.01 , 0.1 , and 1 ng / bee ( 0.1 , 1 , and 10 microg kg ) .	If you feed worker bees @DRUG$ solutions containing 0.1, 1, and 10 microg/@DRUG$ of imidacloprid and its metabolites for 10 days, 50% mortality will be reached at approximately 8 days. Hence, considering that sucrose syrup was consumed at the mean	0
0	Thus, AgRP/@DRUG$ and POMC neurons each play mandatory roles in aspects of leptin-regulated energy homeostasis, high @DRUG$ levels in adult mice mitigate the importance of leptin-responsiveness in these neurons for components of energy balance, suggesting the presence of other leptin-regulated pathways that partially compensate for the lack of leptin action on the POMC and AgRP/NPY neurons.	Thus , AgRP / @DRUG$ and POMC neurons each play mandatory roles in view of leptin-regulated energy homeostasis , high pitched @DRUG$ levels in big mice mitigate the grandness of leptin-responsiveness in these neurons for portion of energy balance , indicate the presence of other leptin-regulated pathways that partially compensate for the lack of leptin action on the POMC and AgRP / NPY neurons .	Thus , AgRP / @DRUG$ the POMC neurons each play mandatory roles in aspects of leptin-regulated in homeostasis , high @DRUG$ levels action adult mice mitigate the importance of leptin-responsiveness energy these neurons for components of energy balance , suggesting and presence of other leptin-regulated and the partially compensate for that lack of leptin in on neurons POMC pathways AgRP / NPY the .	Thus , AgRP / @DRUG$ neurons each play mandatory in aspects of leptin-regulated energy homeostasis , @DRUG$ levels in adult mice mitigate the importance of leptin-responsiveness in these for components of energy balance , suggesting the presence of other leptin-regulated pathways that partially compensate for the lack of action on the POMC and AgRP / NPY neurons .	AgRP/@DRUG$ and POMC neurons each play a mandatory role in aspects of leptin-regulated energy homeostasis. High @DRUG$ levels in adult mice mitigate the importance of leptin-responsiveness in these neurons for components of energy balance, suggesting the presence of other leptin-regulated	0
0	Spontaneous reports of adverse events and adverse drug reactions (ADRs) in clinical trails from long-term coxib comparator studies, as well @DRUG$ in epidemiological studies, shows that @DRUG$ has relatively low risks for gastro-intestinal (GI), hepato-renal and other, rarer, ADRs compared with other NSAIDs and coxibs.	Spontaneous reports of adverse events and adverse do drugs reaction ( ADRs ) in clinical trails from semipermanent coxib comparator studies , as well @DRUG$ in epidemiological studies , shows that @DRUG$ has relatively downcast risks for gastro-intestinal ( GI ) , hepato-renal and other , rarified , ADRs compared with other NSAIDs and coxibs .	Spontaneous reports of adverse events and adverse drug compared ( ADRs ) in clinical well from long-term coxib comparator studies , as trails @DRUG$ in epidemiological ) , shows that @DRUG$ has relatively low rarer for gastro-intestinal ( GI other , hepato-renal and other , risks , ADRs reactions with studies NSAIDs and coxibs .	Spontaneous reports of adverse and adverse drug reactions ( ADRs ) in clinical trails from long-term coxib comparator studies , as well @DRUG$ in epidemiological studies , shows that @DRUG$ has relatively low risks for gastro-intestinal ( GI ) , hepato-renal and other , rarer , ADRs compared with other NSAIDs and coxibs	Spontaneous reports of adverse events and adverse drug reactions ( ADRs ) in clinical trails from long-term coxib comparator studies , as well as epidemiological studies , show that @DRUG$ has relatively low risks for gastro-intestinal ( GI ) , hepato-renal and other	1
1	A high strength of evidence existed for carprofen, firocoxib, and meloxicam; moderate for deracoxib, @DRUG$, and @DRUG$; and low for etodolac.	adenine high strength of evidence existed for carprofen , firocoxib , and meloxicam ; moderate for deracoxib , @DRUG$ , and @DRUG$ ; and low for lodine .	A high strength , evidence existed for carprofen , firocoxib of and , ; moderate for deracoxib , @DRUG$ meloxicam and @DRUG$ ; and low for etodolac .	A high strength of evidence existed carprofen , firocoxib , and meloxicam ; moderate for deracoxib , @DRUG$ , @DRUG$ and low for etodolac .	There was a high level of evidence that carprofen, firocoxib, and meloxicam were effective for treating pain in dogs. There was a moderate level of evidence that deracoxib, @DRUG$, and @DRUG$ were effective for treating pain in dogs. There was	0
0	AREAS COVERED: The present review is divided into two major sections: the period prior to the use of anti-VEGF agents (triamcinolone acetonide, verteporfin photodynamic therapy) and the period following their introduction (pegaptanib sodium, @DRUG$, ranibizumab, @DRUG$).	AREAS covered : The present review is divided into deuce major sections : the menses prior to the use of anti-VEGF factor ( triamcinolone acetonide , verteporfin photodynamic therapy ) and the menses following their introduction ( pegaptanib sodium , @DRUG$ , ranibizumab , @DRUG$ ) .	AREAS COVERED therapy The of review is divided into two major sections : the period prior introduction the use present anti-VEGF agents ( triamcinolone acetonide , to photodynamic : ) and the period following their verteporfin ( pegaptanib sodium , @DRUG$ , ranibizumab , @DRUG$ ) .	AREAS COVERED : The present review is divided into two major sections : the period prior the use of anti-VEGF agents ( triamcinolone acetonide , verteporfin photodynamic therapy ) and period following their introduction ( pegaptanib sodium , @DRUG$ ranibizumab , @DRUG$ ) .	The present review is divided into two major sections : the period prior to the use of anti-VEGF agents ( triamcinolone acetonide , verteporfin photodynamic therapy ) and the period following their introduction ( pegaptanib sodium , @DRUG$ , ranibiz	1
0	We tested the ultraviolet screen 3-(4-methylbenzylidene)-@DRUG$ (4-MBC; Eusolex 6300), which has been implicated @DRUG$ a potential endocrine disruptor, for its potential to bind to and activate endogenous estrogen receptors (ER) and to mediate ER-dependent changes in gene transcription, in hepatocytes of the water-dwelling South African clawed frog Xenopus laevis.	We tested the ultraviolet screen 3 - ( 4- methylbenzylidene ) - @DRUG$ ( 4 - MBC ; Eusolex 6300 ) , which has been implicated @DRUG$ a potential endocrine disruptor , for its potential to tie up to and spark off endogenous oestrogen sense organ ( ER ) and to mediate ER - dependent changes in factor transcription , in hepatocytes of the water - dwelling South African clawed toad genus xenopus laevis .	We tested the ultraviolet screen 3 - ( 4- methylbenzylidene - ) @DRUG$ ( 4 - - ; Eusolex - ) , gene has and implicated @DRUG$ the potential endocrine disruptor , for its potential to bind to been activate dwelling estrogen receptors ( ER ) and to mediate ER MBC dependent changes in which transcription , in hepatocytes of a water 6300 endogenous South African clawed frog Xenopus laevis .	We tested the ultraviolet screen 3 - ( methylbenzylidene ) - @DRUG$ ( 4 - MBC ; Eusolex 6300 ) , which has been implicated @DRUG$ a potential endocrine disruptor , for its potential to bind to and activate estrogen receptors ( ER ) to mediate ER - dependent changes in gene transcription in hepatocytes of - dwelling African clawed frog Xenopus laevis .	We found that @DRUG$ binds to and activates estrogen receptors, which can then mediate changes in gene transcription.	1
0	Three intra-tumoral treatments with NV1020 (1 x 10(7) plaque-forming units), followed by three subcutaneous treatments with 5-FU (50 mg/kg), resulted in substantially higher inhibition of tumor growth and prolongation of survival compared with monotherapies (@DRUG$/@DRUG$ vs. NV1020, p = 0.027).	Three intra-tumoral handling with NV1020 ( 1 x 10 ( septenary ) plaque-forming units ) , followed by three hypodermic handling with 5 - FU ( l mg / kg ) , resulted in substantially higher inhibition of tumor growth and prolongation of survival compared with monotherapies ( @DRUG$ / @DRUG$ vs. NV1020 , atomic number  = 0.027 ) .	Three by treatments with NV1020 and 1 x 10 ( 7 ) intra-tumoral units ) , followed plaque-forming three subcutaneous treatments with 5 - FU , 50 mg / kg ) , resulted in substantially higher inhibition of tumor growth ( prolongation compared survival of with monotherapies ( @DRUG$ / @DRUG$ vs. NV1020 ( p = 0.027 ) .	Three treatments with NV1020 ( 1 x 10 7 ) plaque-forming units ) , followed by three subcutaneous with 5 - FU ( 50 / kg ) , resulted in substantially higher inhibition of tumor growth and prolongation of survival compared with monotherapies ( @DRUG$ / @DRUG$ vs. NV1020 , p = 0.027 ) .	Three intra-tumoral treatments with NV1020 ( 1 x 10 ( 7 ) plaque-forming units ) , followed by three subcutaneous treatments with 5 - FU ( 50 mg / kg ) , resulted in substantially higher inhibition of tumor growth and prolongation of survival compared with monother	1
0	For type 1 diabetes patients, insulin glargine appears to be more effective than neutral protamine Hagedorn (NPH) in reducing fasting blood @DRUG$ (FBG) but not in reducing glycosylated haemoglobin (HbA1c) and there is some evidence that both insulins are @DRUG$ effective as each other in both FBG and HbA1c control.	For typewrite 1 diabetes patient , insulin glargine appears to be more effective than neutral protamine Hagedorn ( NPH ) in reducing fasting lineage @DRUG$ ( FBG ) but not in reducing glycosylated haemoglobin ( HbA1 c ) and there is some evidence that both insulin are @DRUG$ effective as each other in both FBG and HbA1c insure .	For type 1 glargine patients , insulin diabetes appears to be protamine effective than neutral more Hagedorn ( NPH ) in reducing fasting blood @DRUG$ ( FBG ) that not there reducing glycosylated haemoglobin ( HbA1 c and ) in is some evidence but both insulins are @DRUG$ effective as each other in both FBG and HbA1c control .	For type 1 diabetes patients , insulin glargine appears to be more effective than neutral protamine Hagedorn NPH ) in reducing fasting blood @DRUG$ ( FBG ) but not in reducing glycosylated haemoglobin ( HbA1 c ) and there is some evidence that both insulins are @DRUG$ effective as each other both FBG and HbA1c control .	For type 1 diabetes patients, insulin glargine is more effective than NPH in reducing fasting blood sugar levels (FBG), but there is some evidence that both insulins are equally effective as each other in both FBG and HbA1c control.	1
0	The positive control drugs were (+/-)-fenfluramine; (+)-@DRUG$; (-)-fenfluramine; its metabolites (+/-)-norfenfluramine, (+)-norfenfluramine, and (-)-norfenfluramine; ergotamine; and methysergide and its metabolite @DRUG$.	The positivistic ascertain do drugs were ( +/-) - fenfluramine ; ( + ) - @DRUG$ ; ( -) - fenfluramine ; its metabolite ( +/-) - norfenfluramine , ( + ) - norfenfluramine , and ( -) - norfenfluramine ; ergotamine ; and methysergide and its metabolite @DRUG$ .	The positive control drugs were ( , - fenfluramine ; ( + ) - @DRUG$ ; ( -) - norfenfluramine ; ( metabolites its +/-) - - , ( + ) - norfenfluramine +/-) and ( -) norfenfluramine fenfluramine ; ergotamine ; and methysergide and its metabolite @DRUG$ .	The control drugs were ( +/-) fenfluramine ; ( ) - @DRUG$ ; ( -) - ; its metabolites ( +/-) - norfenfluramine ( + ) - norfenfluramine and ( -) - ; ergotamine ; and methysergide and metabolite @DRUG$ .	The positive control drugs were ( +/-) - fenfluramine ; ( + ) - @DRUG$ ; ( -) - fenfluramine ; its metabolites ( +/-) - norfenfluramine , ( + ) - norfenfluramine , and ( -) -	1
1	P-glycoprotein inhibitors such as @DRUG$, tariquidar and verapamil significantly increased the influx of @DRUG$ and decreased the efflux of udenafil.	P- glycoprotein inhibitors such as @DRUG$ , tariquidar and verapamil importantly increased the influx of @DRUG$ and fall the efflux of udenafil .	P- glycoprotein inhibitors such the @DRUG$ , tariquidar and verapamil significantly increased the influx of @DRUG$ efflux decreased as and of udenafil .	P- glycoprotein inhibitors such as @DRUG$ , tariquidar and verapamil significantly increased influx @DRUG$ and decreased the efflux of udenafil .	P- glycoprotein inhibitors such as @DRUG$ increase the influx of @DRUG$ and decrease the efflux of udenafil .	0
0	Other agents in the early stages of development include several Xa inhibitors (@DRUG$, YM150, DU-176b and @DRUG$ [BMS-562247]), a factor IXa inhibitor (TTP889), and an orally active glycosaminoglycan enhancer (odiparcil [SB-424323]), which indirectly enhances thrombin inhibition via heparin cofactor II.	early factor in the former give away of development include various Xa inhibitors ( @DRUG$ , YM150 , DU - 176 b and @DRUG$ [ BMS - 562247 ] ) , a factor IXa inhibitor ( TTP889 ) , and an orally active glycosaminoglycan enhancer ( odiparcil [ SB - 424323 ] ) , which indirectly enhances thrombin inhibition via liquaemin cofactor II .	Other agents in the TTP889 stages of - include several Xa inhibitors ( @DRUG$ , YM150 , via development 176 orally and @DRUG$ [ SB - 562247 ] ) , a factor IXa inhibitor ( early ) , and an b active glycosaminoglycan enhancer ( odiparcil [ BMS ) 424323 ] - , which indirectly enhances thrombin inhibition DU heparin cofactor II .	Other agents in the early stages of development include several Xa inhibitors ( @DRUG$ , YM150 , - 176 b and @DRUG$ [ BMS - 562247 ] ) , a factor IXa inhibitor ( TTP889 ) , and active glycosaminoglycan enhancer ( odiparcil [ SB - 424323 ] ) , which indirectly enhances thrombin inhibition via heparin II .	@DRUG$ is an agent that is in the early stages of development, and it is in competition with other agents such as YM150, DU-176b, and @DRUG$ (BMS-562247). DRUGB is a factor IXa inhibitor that is being developed by a	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, @DRUG$ monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of @DRUG$ 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	adenine review of commercially uncommitted oral and injectable solution formulations reveal that the solubilizing excipients admit water - soluble organic solvents ( polyethylene ethanediol three hundred , polyethylene ethanediol  , ethanol , propylene ethanediol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor elevated railroad , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene ethanediol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , @DRUG$ monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$ three hundred ,  , or 1750 ) , water - indissoluble lipids ( beaver inunct , corn inunct , cottonseed inunct , olea europaea inunct , peanut inunct , peppermint inunct , false saffron inunct , sesame inunct , soybean inunct , hydrogenated veg rock oil , hydrogenated soybean inunct , and medium- mountain chain triglyceride of coconut tree inunct and palm seeded player inunct ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- mountain chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipid ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A ) of commercially available oral and injectable solution formulations reveals that the solubilizing 1750 include water - soluble organic solvents ( , glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol seed glycerin Labrafil N-methyl - 2 - pyrrolidone , oil , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH polyethylene , Cremophor RH , , d-alpha-tocopherol 40 glycol 1000 succinate , polysorbate 20 , beta-cyclodextrin palm , Solutol HS 15 , @DRUG$ monooleate , poloxamer acid polyethylene Labrafil M-1944CS , , M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and castor 407 esters of @DRUG$ 300 , 400 , or excipients ) , water , insoluble chain ( di-fatty oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , oleic oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean dimethylacetamide , and medium- lipids triglycerides of coconut oil and 80 , oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , sesame acid , and chain mono- medium- diglycerides ) - various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- polysorbate , and sulfobutylether - beta-cyclodextrin review , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol 60 L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution reveals the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene 400 , ethanol , propylene glycol glycerin , - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate polysorbate 20 polysorbate 80 , HS 15 , @DRUG$ monooleate , poloxamer 407 , Labrafil M-1944CS Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$ 300 400 , 1750 ) , water - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable , hydrogenated soybean oil , medium- chain triglycerides of coconut oil and palm seed oil ) , organic / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( soy phosphatidylcholine , , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Interaction of @DRUG$ with the electrophilic metabolite 1-O-@DRUG$-beta-D-glucuronide.	Interaction of @DRUG$ with the electrophilic metabolite 1- O- @DRUG$ - beta-D-glucuronide .	Interaction the @DRUG$ with of electrophilic metabolite 1- O- @DRUG$ - beta-D-glucuronide .	Interaction of @DRUG$ with the electrophilic metabolite 1- O- @DRUG$ - beta-D-glucuronide .	@DRUG$ interacts with the electrophilic metabolite 1- O- @DRUG$ - beta-D-glucuronide .	0
0	Because of these characteristics, Gd-EOB-@DRUG$ behaves similarly to non-specific @DRUG$ chelates during the dynamic phases, and adds substantial information during the hepatobiliary phase, improving the detection and characterization of focal liver lesions and diffuse liver disease.	Because of these characteristics , Gd-EOB - @DRUG$ behaves similarly to non-specific @DRUG$ chelates during the dynamic phases , and supply significant information during the hepatobiliary stage , improving the detection and word painting of focal liver lesions and diffuse liver disease .	Because , dynamic characteristics similarly Gd-EOB - @DRUG$ behaves of to non-specific @DRUG$ chelates during the these phases , and adds substantial information during the hepatobiliary phase the improving , detection and characterization of focal liver lesions and diffuse liver disease .	Because of these characteristics , Gd-EOB - @DRUG$ behaves similarly to non-specific @DRUG$ chelates during dynamic phases , and adds substantial information during the hepatobiliary phase , improving the detection and characterization of focal liver lesions and liver disease .	Because of these characteristics, @DRUG$ behaves similarly to non-specific @DRUG$ chelates during the dynamic phases, and adds substantial information during the hepatobiliary phase, improving the detection and characterization of focal liver lesions and diffuse liver disease.	0
1	CPT, which in vitro has much higher affinity (greater than 10(3)-fold) than caffeine for @DRUG$ A1, but not for A2, recognition sites, was only 3-6 times more potent than @DRUG$ in increasing response rate or in antagonizing the effects of NECA.	CPT , which in vitro has practically higher affinity ( neat than 10 ( 3 ) - fold ) than caffeine for @DRUG$ A1 , but not for A2 , acknowledgement sites , was only 3 - 6 times more potent than @DRUG$ in increasing reaction rate or in antagonizing the upshot of NECA .	CPT , which in ) has much higher affinity ( greater than 10 ( 3 vitro - fold ) than caffeine for @DRUG$ A1 , but not for A2 of the times , was only 3 - 6 , more potent than @DRUG$ in increasing response rate or in antagonizing recognition effects sites NECA .	CPT which in vitro has much higher affinity ( than 10 ( 3 ) - fold ) caffeine for @DRUG$ A1 , not for A2 , recognition sites , was 3 - 6 times more potent @DRUG$ in increasing response rate or in antagonizing the effects of NECA .	CPT, which has a much higher affinity than caffeine for @DRUG$ A1, but not for A2, recognition sites, was only 3-6 times more potent than @DRUG$ in increasing response rate or in antagonizing the effects of NECA.	0
0	Six patients received a fixed dose of 500 mg disregarding their weight supplemented by 100 mg of methylprednisone i.v. or 50-100 @DRUG$ of Pred given @DRUG$ premedication together with an antihistamine just before infusion of rituximab.	Six patients received a fixed dose of five hundred mg disregarding their weight supplemented by  mg of methylprednisone i.v. or 50 -  @DRUG$ of Pred given @DRUG$ premedication in concert with an antihistamine just before infusion of rituximab .	Six patients received a fixed dose of supplemented mg disregarding their 500 weight by together mg of methylprednisone i.v. or 50 - 100 @DRUG$ of Pred given @DRUG$ premedication 100 with an antihistamine just before infusion of rituximab .	Six patients received a fixed dose of 500 mg disregarding their weight supplemented by 100 mg of methylprednisone i.v. or 50 - 100 @DRUG$ of Pred given @DRUG$ premedication together with an antihistamine just before of rituximab .	Six patients received a fixed dose of 500 mg disregarding their weight supplemented by 100 mg of methylprednisone i.v. or 50 - 100 @DRUG$ of Pred given @DRUG$ premedication together with an antihistamine just before infusion of rituximab .	0
0	@DRUG$ and @DRUG$ have similar effects on hormonal profiles and semen analysis.	@DRUG$ and @DRUG$ have similar outcome on hormonal profiles and semen analysis .	@DRUG$ and @DRUG$ have similar profiles on hormonal effects and semen analysis .	@DRUG$ @DRUG$ have similar effects on hormonal profiles semen analysis .	@DRUG$ and @DRUG$ have the same effects on hormonal profiles and semen analysis.	0
0	The other is also generated from NAD+ in the presence of a high concentration of phosphate ions at alkaline pH. This inhibitor was proved to be the addition compound of one phosphate group to position C-4 of the @DRUG$ ring of @DRUG$ by NMR spectroscopy, enzymatic cleavage, and dissociation to NAD+ at neutral pH. This compound is a competitive inhibitor with respect to NAD+ in the presence of the lactate dehydrogenase with a Ki of 2 X 10(-7) M.	The other is also yield from NAD + in the presence of a highschool assiduity of orthophosphate ions at alkaline pH . This inhibitor was examine to be the addition colonial of one orthophosphate group to position C- 4 of the @DRUG$ ring of @DRUG$ by NMR spectrographic analysis , enzymatic cleavage , and dissociation to NAD + at neutral pH . This colonial is a free enterprise inhibitor with abide by to NAD + in the presence of the lactate dehydrogenase with a Ki of 2 X 10 ( - 7 ) M.	The other is also generated from NAD + in the presence This a ring concentration of phosphate ions spectroscopy alkaline pH . This of was proved one be the addition compound of to phosphate group neutral position C- 4 dissociation the @DRUG$ high Ki @DRUG$ by NMR at , enzymatic cleavage , and inhibitor to NAD + at to pH . of compound is a competitive inhibitor with respect to NAD + in the presence of the lactate dehydrogenase with a of of 2 X 10 ( - 7 ) M.	other is also generated from NAD + in the presence of a high concentration of phosphate ions at alkaline pH . This was to be addition compound of group to position C- 4 of the @DRUG$ ring @DRUG$ by NMR spectroscopy , enzymatic cleavage , and dissociation to NAD + at neutral . This compound is a competitive inhibitor with respect NAD + in the presence the lactate dehydrogenase with a Ki of 2 X 10 ( - 7 )	@DRUG$ is a molecule that is generated from NAD+ in the presence of a high concentration of phosphate ions at alkaline pH. This inhibitor was proved to be the addition compound of one phosphate group to position C-4 of the DRUGA ring of @DRUG$ by NMR spectrosc	0
0	Combinations of CFTR correctors and potentiators (i.e. lumacaftor/ivacaftor, @DRUG$/@DRUG$) have demonstrated clinical benefit in subsets of patients.	Combinations of CFTR correctors and potentiators ( i.e. lumacaftor/ ivacaftor , @DRUG$ / @DRUG$ ) have demonstrated clinical gain in subset of patients .	( of CFTR correctors ivacaftor potentiators Combinations i.e. lumacaftor/ and , @DRUG$ / @DRUG$ ) have demonstrated clinical benefit in subsets of patients .	Combinations of CFTR and potentiators ( i.e. lumacaftor/ ivacaftor , @DRUG$ / @DRUG$ ) have demonstrated clinical benefit in subsets of patients .	Combinations of CFTR correctors and potentiators (i.e. lumacaftor/ivacaftor, @DRUG$/@DRUG$) have demonstrated clinical benefit in subsets of patients.	0
0	CONCLUSION: @DRUG$ @DRUG$ first line intervention and ivermectin in the remaining gave best cost-effective results in the study patients of scabies.	CONCLUSION : @DRUG$ @DRUG$ first line of descent intervention and ivermectin in the remaining establish best cost-effective results in the study patients of scabies .	CONCLUSION : @DRUG$ @DRUG$ first line intervention and ivermectin in the remaining gave best in results cost-effective the study scabies of patients .	CONCLUSION : @DRUG$ @DRUG$ first line intervention and ivermectin the remaining gave best cost-effective in the study patients of scabies .	@DRUG$ is the best first line intervention for scabies, and ivermectin is the best treatment for patients who don't respond to DRUGA.	1
0	BACKGROUND/AIMS: The effect of @DRUG$ hydrochloride or @DRUG$ on the health-related quality of life (HRQoL) of functional dyspepsia is not well known.	BACKGROUND / AIMS : The essence of @DRUG$ hydrochloride or @DRUG$ on the health - related quality of life ( HRQoL ) of functional upset stomach is not well roll in the hay .	BACKGROUND / or : The quality of @DRUG$ hydrochloride AIMS @DRUG$ on ( health - related effect of life the HRQoL ) of functional dyspepsia is not well known .	BACKGROUND / AIMS The effect of @DRUG$ hydrochloride or @DRUG$ on health - related quality of life ( HRQoL ) of functional dyspepsia is not well known .	We don't really know how well @DRUG$ affects the quality of life for people with functional dyspepsia, but we do know that @DRUG$ doesn't seem to help very much.	0
0	The maximum increase in systolic blood pressure produced by four single oral doses of tyramine administered during a meal and ranging from 100 mg to 800 mg was compared during repeated (3 to 5 days) administration of placebo, 200 @DRUG$ toloxatone three times a day and 400 mg @DRUG$ three times a day in a single-blind, three-period crossover study.	The maximum increase in systolic blood insistence produced by  single unwritten doses of tyramine administered during a meal and ranging from century mg to 800 mg was compared during repeated ( 3 to 5 days ) administration of placebo , 200 @DRUG$ toloxatone trinity times a day and  mg @DRUG$ trinity times a day in a single - blind , trinity - period crossover study .	by maximum increase in systolic blood pressure produced The four blind oral doses of tyramine a during a meal and ranging mg 100 mg to 800 from was compared during repeated , 3 to 5 days ) administration of placebo , 200 @DRUG$ toloxatone three times administered day and 400 mg @DRUG$ three times a day period a single - single ( three - in crossover study .	The increase in systolic blood pressure produced by four single oral doses of tyramine administered during a meal and ranging from 100 mg to 800 was compared during repeated ( 3 to 5 days ) administration of placebo , 200 @DRUG$ toloxatone three times a day and 400 mg @DRUG$ three times a day in a single - blind , three - crossover study .	The maximum increase in systolic blood pressure produced by four single oral doses of tyramine administered during a meal and ranging from 100 mg to 800 mg was compared during repeated ( 3 to 5 days ) administration of placebo , 200 @DRUG$ toloxatone three times a day and 400	1
0	PaO2 and @DRUG$ oxygen saturation decreased after medetomidine, and @DRUG$-midazolam caused a marked hypoxaemia.	PaO2 and @DRUG$ oxygen saturation decreased after medetomidine , and @DRUG$ - midazolam caused a tag hypoxaemia .	PaO2 and @DRUG$ oxygen saturation decreased and medetomidine , after @DRUG$ - midazolam caused a marked hypoxaemia .	PaO2 and @DRUG$ oxygen saturation decreased after medetomidine , and @DRUG$ - midazolam caused a hypoxaemia .	After medetomidine was given, oxygen saturation decreased, and after midazolam was given, there was a marked hypoxaemia.	1
0	The search for a penicillin with additional antimicrobial activity against the Enterobacteriaceae and Pseudomonas aeruginosa led to the development of the carboxypenicillins (carbenicillin and @DRUG$) and the ureidopenicillins (mezlocillin, @DRUG$, and piperacillin).	The lookup for a penicillin with additional antimicrobial action against the Enterobacteriaceae and Pseudomonas aeruginosa led to the exploitation of the carboxypenicillins ( carbenicillin and @DRUG$ ) and the ureidopenicillins ( mezlocillin , @DRUG$ , and piperacillin ) .	and search for a penicillin with additional antimicrobial activity against the Enterobacteriaceae and Pseudomonas aeruginosa the to the development of the carboxypenicillins ( carbenicillin and @DRUG$ ) ( led ureidopenicillins and mezlocillin , @DRUG$ , The piperacillin ) .	The search for a penicillin with additional antimicrobial activity against the Enterobacteriaceae and Pseudomonas aeruginosa to development of the carboxypenicillins ( carbenicillin @DRUG$ ) and the ureidopenicillins ( mezlocillin , @DRUG$ , and piperacillin ) .	The development of carbenicillin and @DRUG$ led to the development of mezlocillin, @DRUG$, and piperacillin.	0
0	Oral placebo, lofexidine (0.4, 0.8 and 1.6 @DRUG$, p.o.) and clonidine (0.1 and 0.2 mg, p.o.) were each tested @DRUG$ pre-treatments once in combination with each of three intramuscular naloxone doses (0, 0.1 and 0.3 mg, i.m.) during 18 separate experimental sessions.	Oral placebo , lofexidine ( 0.4 , 0.8 and 1.6 @DRUG$ , p.o. ) and clonidine ( 0.1 and 0.2 mg , p.o. ) were each time tested @DRUG$ pre-treatments once in combination with each of iii intramuscular naloxone doses ( zero , 0.1 and 0.3 mg , i.m. ) during 18 separate data based roger sessions .	Oral placebo , lofexidine ) and ) 0.8 and 1.6 @DRUG$ , 0.4 ) and clonidine ( 0.1 p.o. 0.2 mg , p.o. ( were each tested @DRUG$ pre-treatments once in combination 0.3 each of three intramuscular naloxone doses ( 0 , 0.1 and with mg , i.m. , during 18 separate experimental sessions .	Oral placebo , lofexidine ( 0.4 , 0.8 and 1.6 @DRUG$ , p.o. ) and clonidine 0.1 and , p.o. ) tested @DRUG$ pre-treatments once combination with each of three intramuscular naloxone doses ( 0 , 0.1 and 0.3 mg , i.m. ) during 18 separate experimental sessions .	Oral placebo , lofexidine ( 0.4 , 0.8 and 1.6 @DRUG$ , p.o. ) and clonidine ( 0.1 and 0.2 mg , p.o. ) were each tested as pre-treatments once in combination	1
0	New agents including the phytostanol preparation FM-VP4 and inhibitors of acyl @DRUG$:@DRUG$ acyltransferase, the apical Na(+)-dependent bile acid transporter and microsomal triglyceride transfer protein may also play a future role in combination therapy.	New federal agent admit the phytostanol cookery FM - VP4 and inhibitors of acyl @DRUG$ : @DRUG$ acyltransferase , the apical Na ( + ) - hooked bile acid transporter and microsomal triglyceride transfer protein may also play a future role in combination therapy .	New agents including the phytostanol preparation FM - VP4 and inhibitors of apical @DRUG$ : @DRUG$ acyltransferase , the acyl Na ( + ) - combination bile role transporter and microsomal triglyceride transfer protein may acid play a future also in dependent therapy .	New including the phytostanol preparation FM - VP4 and inhibitors of acyl @DRUG$ : @DRUG$ acyltransferase , the apical Na ( + ) - bile acid transporter and microsomal triglyceride transfer protein may also a future role in combination therapy .	New agents including the phytostanol preparation FM - VP4 and inhibitors of acyl @DRUG$ acyltransferase may also play a future role in combination therapy .	1
0	In the ADAPT-1 study, 65.6% of patients who received 60 mg avatrombopag and 88.1% of patients who received 40 @DRUG$ @DRUG$ met the primary endpoint compared with 22.9% and 38.2% of patients receiving placebo, respectively (P < .0001 for both).	hoosier state the conform - one study , 65.6 % of patients who received 60 mg avatrombopag and 88.1 % of patients who received 40 @DRUG$ @DRUG$ fit the primary endpoint compared with 22.9 % and 38.2 % of patients invite placebo , respectively ( P < .0001 for both ) .	In the ADAPT with 1 study , 65.6 % of receiving who received 60 of avatrombopag and 88.1 % of patients who received 40 @DRUG$ @DRUG$ met the primary endpoint compared respectively 22.9 % and 38.2 % mg patients patients placebo , - ( P < .0001 for both ) .	In the ADAPT - 1 study , 65.6 % of patients received 60 mg and 88.1 % of received 40 @DRUG$ @DRUG$ met the primary endpoint compared with 22.9 % and 38.2 % of patients receiving , ( P < .0001 for both ) .	Avatrombopag (@DRUG$) was found to be more effective than placebo (@DRUG$) in achieving the primary endpoint in the ADAPT - 1 study.	0
0	RESULTS: Twenty-four-hour urinary albumin excretion was significantly increased in DM compared to C rats, and @DRUG$ treatment significantly reduced albuminuria in @DRUG$ rats.	RESULTS : Twenty - four -hour urinary albumen excretion was significantly increased in DM compared to C rats , and @DRUG$ treatment significantly reduced proteinuria in @DRUG$ rats .	RESULTS : Twenty - four -hour urinary albumin significantly was significantly increased in DM compared to C rats , albuminuria @DRUG$ treatment excretion reduced and in @DRUG$ rats .	RESULTS : Twenty - four -hour urinary excretion was significantly increased in DM compared to C rats , and @DRUG$ treatment significantly reduced albuminuria in @DRUG$ rats .	DM rats had significantly increased albuminuria compared to C rats, and @DRUG$ treatment significantly reduced albuminuria in @DRUG$ rats.	0
0	To date, no drug-drug interactions have been identified for dalbavancin, @DRUG$ or @DRUG$.	To go steady , no drug-drug interactions have been identified for dalbavancin , @DRUG$ or @DRUG$ .	To date , , drug-drug interactions have been identified for dalbavancin no @DRUG$ or @DRUG$ .	To date , no drug-drug interactions have been identified for dalbavancin , @DRUG$ or @DRUG$ .	So far, no interactions between dalbavancin and other drugs have been found.	1
0	These results indicate the superiority of both combination therapy of @DRUG$ + 10% urea ointment (overlapping application group) and occlusive dressing therapy with the @DRUG$ agents in terms of efficacy and safety for the treatment of MTTP, and suggest that they can be recommended for treatment of patients for whom it is difficult to use oral antimycotic agents or for patients who fail to respond to oral medications alone.	These upshot indicate the transcendency of both combination therapy of @DRUG$ + 10 % urea ointment ( overlapping application group ) and occlusive do therapy with the @DRUG$ agents in terms of efficacy and safety for the treatment of MTTP , and evoke that they can be recommended for treatment of patient for whom it is difficult to use of goods and services oral fungicide agents or for patient who fail to respond to oral medications alone .	These of indicate the superiority of both combination therapy overlapping @DRUG$ + 10 % urea ointment ( of application group ) and occlusive dressing therapy medications the @DRUG$ agents in terms of efficacy they for safety the treatment results MTTP , and suggest alone respond can be recommended for treatment of patients for whom it is difficult to use oral antimycotic agents or for patients who fail to and to oral with that .	These results indicate the superiority of both combination therapy of @DRUG$ + 10 % urea ointment ( overlapping application group ) occlusive dressing therapy with @DRUG$ agents in terms and safety for the of MTTP , and suggest that can be recommended for treatment of patients for whom is difficult use oral agents or for patients who fail to respond to oral medications alone	Both combination therapy of @DRUG$ + 10 % urea ointment ( overlapping application group ) and occlusive dressing therapy with the @DRUG$ agents are superior to oral antimycotic agents in terms of efficacy and safety for the treatment of MTTP .	0
0	Therefore, it may be suggested that @DRUG$ exerts a seizurogenic effect on mice possibly via an opioid receptor activation-dependent release of @DRUG$ from the mast cells and a simultaneous inhibition of GABA release.	hence , it may be advise that @DRUG$ exerts a seizurogenic effect on mice possibly via an opioid receptor activation - qualified release of @DRUG$ from the mast cells and a simultaneous inhibition of GABA release .	Therefore and activation may be suggested that @DRUG$ exerts a seizurogenic effect on mice possibly via GABA opioid receptor it - dependent release of @DRUG$ from the mast cells , a simultaneous inhibition of an release .	Therefore , it may suggested that @DRUG$ exerts a seizurogenic effect on mice possibly via an opioid receptor activation - dependent release of @DRUG$ the mast cells and a simultaneous inhibition of GABA release .	@DRUG$ causes @DRUG$ to be released from mast cells, and this inhibits GABA release.	0
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) 5-HT synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain @DRUG$ by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl propionamide [WAY100135; 10 mg/kg, i.@DRUG$. 30 min before flibanserin, or 40 mg/kg, s.c. 15 min before flibanserin] and tertatolol (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) 5-HT(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 mg/kg, s.c. simultaneously with flibanserin).	The effect of flibanserin ( thirty two magnesium / kg , i.p. 30 min before testing ) on memorize impuissance was not antagonized by the ( a ) 5 - HT deduction inhibitor parachlorophenylalanine ( pCPA ; 150 magnesium / kg p.o.x3 prison term ) , which lose weight brain @DRUG$ by  % ; ( b) 5 - HT ( 1A ) sensory receptor antagonist ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; decade magnesium / kg , i.@DRUG$ . 30 min before flibanserin , or 40 magnesium / kg , s.c. 15 min before flibanserin ] and tertatolol ( 2.5 and 5 magnesium / kg , i.p. 30 min before flibanserin ) ; and ( c ) 5 - HT (  ) sensory receptor protagonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( department of the interior ; 3 magnesium / kg , s.c. simultaneously with flibanserin ) .	The p.o.x3 of flibanserin ( 32 mg / kg , i.p. 30 min before testing synthesis on learned and 30 not % [ the ( a ) HT - HT ) by parachlorophenylalanine ( pCPA ; 150 mg / kg effect times kg , which reduced brain @DRUG$ inhibitor 89 antagonized ; ( b) 5 - HT ( 1A ) receptor antagonists ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl i.p. by WAY100135 ; 10 mg / kg , flibanserin . was min before flibanserin , or 40 mg / kg , s.c. 15 min before i.@DRUG$ ] helplessness tertatolol ( 2.5 and 5 mg / kg , s.c. 30 min before flibanserin ) ; and ( c ) 5 - 5 ( 2 ) receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / ) , propionamide simultaneously with flibanserin ) .	The effect of flibanserin ( mg kg , i.p. min before testing ) on learned not antagonized by the ( a ) 5 HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 mg / kg p.o.x3 times ) , which brain @DRUG$ by 89 % ; ( b) 5 - HT ( 1A ) receptor ( +/-)-N-tert-butyl-3-4-( 2- ethoxyphenyl ) piperazin-1yl-2-phenyl propionamide [ WAY100135 ; mg / kg , i.@DRUG$ 30 min flibanserin , or 40 / kg , s.c. 15 min before flibanserin ] and tertatolol ( 2.5 and 5 kg , i.p. 30 min before flibanserin ; and ( c ) 5 - HT ( 2 ) receptor agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , simultaneously with flibanserin )	Flibanserin did not antagonize the effect of parachlorophenylalanine on learned helplessness, which reduced brain @DRUG$ by 89%. 5-HT (1A) receptor antagonists (WAY100135) and tertatolol did not antagonize the effect of flib	1
0	Approval was based on results from a phase III study of ixabepilone in combination with capecitabine, as well @DRUG$ phase II studies of @DRUG$ monotherapy.	Approval was base on results from a phase leash study of ixabepilone in combination with capecitabine , as well @DRUG$ phase II studies of @DRUG$ monotherapy .	Approval was based on results from a phase III study of ixabepilone in combination with , as capecitabine well @DRUG$ phase II studies of @DRUG$ monotherapy .	Approval based on from a phase III study of ixabepilone in with capecitabine , as well @DRUG$ phase II studies of @DRUG$ monotherapy	@DRUG$ was found to be effective when used in combination with capecitabine, and this was also found to be true in phase II studies of @DRUG$ monotherapy.	0
0	Nicobrevin's UK license is now revoked, and the manufacturers of @DRUG$, @DRUG$ and dianicline are no longer supporting the development or testing of these treatments.	Nicobrevin's uk license is now revoked , and the manufacturers of @DRUG$ , @DRUG$ and dianicline are no longer supporting the evolution or testing of these treatments .	Nicobrevin's UK license is now revoked , are the manufacturers of @DRUG$ and @DRUG$ , dianicline and no longer supporting the development or testing of these treatments .	Nicobrevin's UK license now revoked , and the manufacturers of @DRUG$ , @DRUG$ and dianicline are no longer the development or of these treatments	Nicobrevin's UK license is now revoked , and the manufacturers of @DRUG$ and @DRUG$ are no longer supporting the development or testing of these treatments .	0
0	A better understanding of the many factors that influence @DRUG$ activity and subsequent @DRUG$ depletion may allow physicians to tailor treatment to the individual, maximizing therapeutic effect and minimizing treatment-related toxicity.	A better understanding of the many factors that influence @DRUG$ activity and subsequent @DRUG$ depletion crataegus laevigata allow physicians to orient treatment to the individual , maximizing sanative effect and minimizing treatment -related toxicity .	A better understanding of the many factors that influence @DRUG$ activity and subsequent @DRUG$ depletion maximizing allow physicians to tailor treatment therapeutic the individual , may to effect and minimizing treatment -related toxicity .	A better understanding of the many factors influence @DRUG$ activity and subsequent @DRUG$ depletion allow physicians to tailor treatment to the , maximizing therapeutic effect and minimizing treatment -related toxicity .	The more we know about how @DRUG$ affects @DRUG$, the better we can tailor treatments to individuals, maximizing the therapeutic effect while minimizing any toxicity.	0
1	Muscle relaxants include drugs that reduce muscle spasm (for example benzodiazepines such as @DRUG$ (Valium), alprazolam (Xanax), lorazepam (Ativan) and non-benzodiazepines such as metaxalone (Skelaxin) or a combination of paracetamol and @DRUG$ (Muscol)) and drugs that prevent increased muscle tone (baclofen and dantrolene).	Muscle relaxants let in drugs that reduce muscle spasm ( for case benzodiazepine such as @DRUG$ ( diazepam ) , alprazolam ( Xanax ) , ativan ( ativan ) and non-benzodiazepines such as metaxalone ( Skelaxin ) or a combination of paracetamol and @DRUG$ ( Muscol ) ) and drugs that prevent increased muscle tone ( baclofen and dantrolene ) .	Muscle relaxants include drugs ) reduce muscle spasm ( for example benzodiazepines such as @DRUG$ such Valium Ativan , alprazolam ( Xanax ) ( lorazepam ( ) ) and non-benzodiazepines , as metaxalone ( Skelaxin that and a combination of paracetamol and @DRUG$ and Muscol ) ) ( drugs that prevent increased muscle tone ( baclofen or dantrolene ) .	Muscle relaxants include drugs reduce muscle spasm ( for example benzodiazepines such as @DRUG$ ( Valium , alprazolam ( Xanax ) , lorazepam ( Ativan ) and non-benzodiazepines such as metaxalone ( Skelaxin ) or a combination of paracetamol and @DRUG$ ( Muscol ) ) and drugs that prevent increased muscle tone ( baclofen and dantrolene .	Muscle relaxants include drugs that reduce muscle spasm (such as benzodiazepines such as Valium, Xanax, Ativan and non-benzodiazepines such as metaxalone (Skelaxin) or a combination of paracetamol and Muscol) and	1
1	CONCLUSION: @DRUG$ shares a similar efficacy and safety with @DRUG$ and significantly improves patients' sexual confidence.	CONCLUSION : @DRUG$ shares a similar efficacy and safety device with @DRUG$ and significantly improves patients ' sexual confidence .	CONCLUSION : @DRUG$ shares a similar efficacy and safety with @DRUG$ and significantly patients improves ' sexual confidence .	CONCLUSION : @DRUG$ shares a efficacy and safety with @DRUG$ and significantly improves patients ' sexual confidence .	@DRUG$ is just as effective and safe as @DRUG$, and it also significantly improves patients' sexual confidence.	0
1	The primary objective of this 6-week, parallel-group, open-label, randomized, multicenter trial was to compare rosuvastatin with atorvastatin, @DRUG$, and simvastatin across dose ranges for reduction of low-density lipoprotein (LDL) @DRUG$.	The primary objective of this 6 - workweek , parallel - group , open-label , randomized , multicenter tribulation was to compare rosuvastatin with atorvastatin , @DRUG$ , and simvastatin across dose ranges for reduction of low density lipoprotein ( low density lipoprotein ) @DRUG$ .	- primary lipoprotein of this 6 The week , parallel - group , open-label , randomized , multicenter trial was to compare rosuvastatin with atorvastatin , @DRUG$ , and simvastatin across LDL ranges for reduction of low-density dose ( objective ) @DRUG$ .	The primary of this 6 - week , parallel - group , open-label , , multicenter trial to compare rosuvastatin with atorvastatin @DRUG$ , and simvastatin across dose ranges for reduction of low-density lipoprotein ( LDL ) @DRUG$ .	The primary objective of this study was to compare the effects of rosuvastatin, atorvastatin, @DRUG$, and simvastatin on LDL levels.	1
0	The @DRUG$ was the case with the reversible noncompetitive NMDA receptor antagonists dextromethorphan, dextrorphan, amitriptyline and @DRUG$.	The @DRUG$ was the case with the two sided noncompetitive NMDA receptor antagonists dextromethorphan , dextrorphan , amitriptyline hydrochloride and @DRUG$ .	, @DRUG$ was the case with the reversible noncompetitive NMDA receptor antagonists dextromethorphan , dextrorphan The amitriptyline and @DRUG$ .	The @DRUG$ was the case with reversible noncompetitive NMDA receptor antagonists dextromethorphan , dextrorphan , amitriptyline and @DRUG$ .	The @DRUG$ was the case with the reversible noncompetitive NMDA receptor antagonists dextromethorphan , dextrorphan , amitriptyline and @DRUG$ ."DRUGA is the case with DRUGB.	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, @DRUG$, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of @DRUG$ 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially useable oral examination and injectable solvent preparation disclose that the solubilizing excipients admit water - soluble organic solvents ( polyethylene glycol three hundred , polyethylene glycol 400 , ethanol , propylene glycol , glycerine , N-methyl - deuce - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic wetting agent ( Cremophor alt , Cremophor hypothalamic releasing hormone 40 , Cremophor hypothalamic releasing hormone 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate xx , @DRUG$ , Solutol HS 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$ three hundred , 400 , or 1750 ) , water - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint candy oil , carthamus tinctorius oil , sesame oil , soybean oil , hydrogenated veg fossil oil , hydrogenated soybean oil , and medium- range of mountains triglyceride of coconut oil and ribbon seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- range of mountains mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated glycine max phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	glycol review of commercially available oral and injectable solution formulations reveals that the solubilizing sulfobutylether include water - 400 organic solvents ( polyethylene , 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , of - 2 - pyrrolidone , dimethylacetamide , liquids dimethylsulfoxide ) ( non-ionic , , Cremophor EL , Cremophor RH olive , Cremophor RH 60 , oil polyethylene glycol Labrasol succinate , polysorbate 20 , @DRUG$ , Solutol HS 15 monooleate sorbitan , , , 407 , Labrafil M-1944CS A Labrafil M-2125CS , 1000 surfactants poloxamer 44/14 , Softigen 767 , and mono- and di-fatty acid esters of @DRUG$ 300 , soluble , or 1750 oil , water - insoluble lipids ( castor mono- , corn beta-cyclodextrin , cottonseed oil , 40 d-alpha-tocopherol , peanut oil , peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides N-methyl coconut oil and palm seed oil ) , , and / semi-solids ( beeswax Gellucire d-alpha-tocopherol , oleic acid , medium- chain ) and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and excipients - oil ) , and phospholipids organic hydrogenated soy phosphatidylcholine ( distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available and injectable solution formulations reveals that the solubilizing excipients include - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , - 2 - pyrrolidone , dimethylacetamide and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , RH 40 Cremophor 60 polyethylene glycol 1000 succinate , polysorbate 20 @DRUG$ , Solutol HS , sorbitan monooleate , poloxamer 407 , M-1944CS , Labrafil M-2125CS Labrasol , Gellucire 44/14 , Softigen 767 , mono- and di-fatty acid esters of @DRUG$ 300 , 400 , or 1750 , water - lipids ( castor oil , corn oil , cottonseed oil , olive oil , oil peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil , organic liquids / ( beeswax , , oleic acid , medium- chain mono- and diglycerides ) , ( alpha-cyclodextrin , beta-cyclodextrin hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and ( hydrogenated soy , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
1	CONCLUSION: @DRUG$ add-on showed comparable efficacy to @DRUG$ add-on in diabetic patients with hypertension badly controlled on angiotensin-converting enzyme inhibitor monotherapy.	decision : @DRUG$ add - on showed comparable efficacy to @DRUG$ add - on in diabetic patients with hypertension badly moderate on angiotensin-converting enzyme inhibitor monotherapy .	CONCLUSION : @DRUG$ add - on showed comparable efficacy to @DRUG$ badly - on in diabetic angiotensin-converting with hypertension add controlled on patients enzyme inhibitor monotherapy .	CONCLUSION : @DRUG$ add - on showed efficacy to @DRUG$ add - on in diabetic with hypertension badly controlled on angiotensin-converting enzyme inhibitor monotherapy .	@DRUG$ is just as effective as @DRUG$ when added to angiotensin-converting enzyme inhibitor monotherapy in diabetic patients with hypertension.	0
0	The BZDs in use @DRUG$ antiepileptic drugs are diazepam, clonazepam, clobazam, nitrazepam, and lately, also lorazepam and @DRUG$ as emergency therapy.	The BZDs in use @DRUG$ anticonvulsant drugs are diazepam , clonazepam , clobazam , nitrazepam , and lately , besides lorazepam and @DRUG$ as emergency therapy .	as BZDs in clonazepam @DRUG$ antiepileptic drugs are diazepam , use , clobazam , nitrazepam , and lately , also lorazepam and @DRUG$ The emergency therapy .	The BZDs in use @DRUG$ antiepileptic drugs are diazepam , clonazepam clobazam , nitrazepam , and lately , also lorazepam and @DRUG$ as emergency therapy	The BZDs in use @DRUG$ antiepileptic drugs are diazepam, clonazepam, clobazam, nitrazepam, and lately, also lorazepam. @DRUG$ as emergency therapy.	0
0	Doses of 100 and 500 @DRUG$/kg/day caused a decrease in testicular weight and in LH, @DRUG$ and glutamate levels, in prepubertal rats (15-day-old specimens), and an increase in, gonadotropin (LH and FSH) con-centration and aspartate levels in peripubertal rats (30-day-old specimens), without changes in testicular weight.	Doses of one c and five hundred @DRUG$ / kg /  hour interval caused a decrease in testicular weight and in LH , @DRUG$ and glutamate levels , in prepubertal rats (  -  hour interval - old specimen ) , and an increase in , gonadotropin ( LH and FSH ) con-centration and aspartate levels in peripubertal rats ( thirty -  hour interval - old specimen ) , without interchange in testicular weight .	Doses of 100 glutamate 500 @DRUG$ / kg / con-centration caused a decrease in testicular weight and in LH , @DRUG$ and prepubertal levels gonadotropin in and rats and 15 - day specimens old - ) , ( rats increase in , , ( LH and FSH ) day and aspartate levels in peripubertal an ( 30 - day - old specimens ) , without changes in testicular weight .	Doses of 100 and 500 @DRUG$ / kg / day caused a decrease in and in LH , @DRUG$ and glutamate levels , in prepubertal rats - day - old specimens ) , and an increase in , gonadotropin LH and FSH ) and aspartate levels in peripubertal rats 30 - day - old specimens ) , without changes in testicular weight .	Doses of 100 and 500 @DRUG$ / kg / day caused a decrease in testicular weight and in LH and glutamate levels in prepubertal rats, and an increase in gonadotropin ( LH and FSH ) concentration and aspartate levels in peripubertal rats	1
0	On the basis of these objective data, equivalent doses for the three compounds were determined to be as follows: 0.5 @DRUG$ @DRUG$ = 2,400 mg meprobamate = 400 mg butabarbital.	On the basis of these target information , equivalent doses for the three compounds were specify to be as follows : 0.5 @DRUG$ @DRUG$ = 2,400 mg meprobamate = 400 mg butabarbital .	On the basis of determined objective data = equivalent doses for the three compounds were these mg be as follows : 0.5 @DRUG$ @DRUG$ , 2,400 to meprobamate = 400 mg butabarbital .	On the basis these data , equivalent doses for the three compounds were determined as follows : 0.5 @DRUG$ @DRUG$ = 2,400 mg meprobamate = 400 butabarbital .	For every 2,400 mg of meprobamate, there is 400 mg of butabarbital.	1
0	@DRUG$, gamma-linolenic acid and @DRUG$ supplementation in senile osteoporosis.	@DRUG$ , gamma-linolenic acid and @DRUG$ supplementation in doddery osteoporosis .	@DRUG$ in gamma-linolenic acid and @DRUG$ supplementation , senile osteoporosis .	@DRUG$ , gamma-linolenic acid and @DRUG$ supplementation in senile osteoporosis .	@DRUG$ is a supplement that is used to treat senile osteoporosis, and it is believed that @DRUG$ may also be helpful in this regard.	0
1	Neither @DRUG$ nor omega-conotoxin GVIA attenuated the PGE2-mediated potentiation of bradykinin-evoked release, and neither omega-conotoxin GVIA nor omega-agatoxin IVA blocked the potentiation of @DRUG$-evoked release induced by PGE2.	Neither @DRUG$ nor omega-conotoxin GVIA attenuated the PGE2 - intercede potentiation of bradykinin-evoked release , and neither omega-conotoxin GVIA nor omega-agatoxin marsh elder blocked the potentiation of @DRUG$ - evoked release bring on by PGE2 .	Neither @DRUG$ nor omega-conotoxin GVIA attenuated of PGE2 - mediated potentiation of - release , and neither omega-conotoxin IVA nor omega-agatoxin GVIA blocked the potentiation the @DRUG$ bradykinin-evoked evoked release induced by PGE2 .	Neither @DRUG$ nor omega-conotoxin attenuated the PGE2 - mediated potentiation of bradykinin-evoked release , and neither omega-conotoxin GVIA nor omega-agatoxin IVA blocked the potentiation @DRUG$ - evoked release induced by PGE2 .	Neither @DRUG$ nor omega-conotoxin GVIA attenuated the PGE2 - mediated potentiation of bradykinin-evoked release , and neither omega-conotoxin GVIA nor omega-agatoxin IVA blocked the potentiation of @DRUG$ -	0
0	A quantitative high performance liquid chromatography method (HPLC) and a confirmative liquid chromatography-tandem mass spectrometry (LC-MS/MS) for the simultaneous determination of 18 sulfonamides such as sulfamidinum, sulfanilamide, sulfisomidine, sulfadiazine, sulfapyridine, sulfathiazole, sulfamerazine, sulfadimidine, sulfamethoxypyridazine, @DRUG$, sulfisoxazole, sulfachloropyridazine, sulfamethoxazole, sulfamonomethoxine, @DRUG$, sulfaclozine, sulfadimethoxine, sulfaquinoxaline in the muscles, livers and kidneys of swine, bovine and chicken were developed and validated.	A quantitative senior high school performance liquid chromatography method acting ( HPLC ) and a confirmative liquid chromatography - tandem good deal spectrographic analysis ( LC - m / m ) for the simultaneous determination of 18 sulpha such as sulfamidinum , sulfanilamide , sulfisomidine , sulfadiazine , sulfapyridine , sulfathiazole , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , @DRUG$ , sulfisoxazole , sulfachloropyridazine , sulfamethoxazole , sulfamonomethoxine , @DRUG$ , sulfaclozine , sulfadimethoxine , sulfaquinoxaline in the muscles , livers and kidneys of swine , bovine and yellow bellied were developed and validate .	A quantitative high performance liquid chromatography method ( HPLC ) and a , liquid chromatography chicken tandem mass , ( LC - MS / sulfamonomethoxine ) for the simultaneous determination of 18 sulfanilamide such as sulfamidinum , sulfonamides , confirmative , sulfadiazine , sulfapyridine spectrometry sulfathiazole , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , @DRUG$ , sulfisoxazole and sulfachloropyridazine , sulfamethoxazole , MS , @DRUG$ , sulfaclozine , sulfadimethoxine , sulfaquinoxaline in the muscles , livers and kidneys of swine , bovine and - were developed sulfisomidine validated .	quantitative high performance liquid chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass spectrometry LC - MS / MS ) for simultaneous determination of sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine , sulfadiazine , sulfapyridine , sulfathiazole , , , sulfamethoxypyridazine , @DRUG$ , sulfisoxazole sulfachloropyridazine , sulfamethoxazole , sulfamonomethoxine , @DRUG$ , sulfaclozine , sulfadimethoxine , sulfaquinoxaline the muscles , livers kidneys of swine bovine and chicken were and validated	A quantitative high performance liquid chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass spectrometry ( LC - MS / MS ) for the simultaneous determination of 18 sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine ,	1
0	PATIENTS AND METHODS: Patients were treated using an accelerated titration design with sequential escalating flat doses of @DRUG$ administered @DRUG$ a 30-minute intravenous infusion once daily for 5 consecutive days every 2 weeks (QDx5) in a 28-day cycle.	PATIENTS AND METHODS : Patients were treated exploitation an accelerated titration design with sequential escalating flat doses of @DRUG$ administered @DRUG$ a xxx - minute intravenous infusion once daily for five consecutive days every 2 weeks ( QDx5 ) in a 28 - day cyclessecond .	PATIENTS AND once : Patients were treated using an accelerated titration design with minute escalating flat doses of @DRUG$ administered @DRUG$ a days 30 sequential intravenous infusion METHODS daily for 5 consecutive - every 2 weeks ( QDx5 ) in a 28 - day cycle .	PATIENTS AND METHODS : Patients were treated using accelerated titration design with escalating flat doses of @DRUG$ administered @DRUG$ a 30 - minute intravenous infusion once daily for 5 days every 2 weeks QDx5 ) in a 28 - day .	Patients were treated using an accelerated titration design with sequential escalating flat doses of @DRUG$ administered @DRUG$ a 30 - minute intravenous infusion once daily for 5 consecutive days every 2 weeks ( QDx5 ) in a 28 - day cycle .	0
0	AIMS: @DRUG$ is used in a fixed dosing schedule of 50 @DRUG$ twice daily to treat patients with amyotropic lateral sclerosis (ALS), one form of motor neurone disease.	AIMS : @DRUG$ is used in a fixed drug schedule of 50 @DRUG$ twice day to day to treat patients with amyotropic lateral sclerosis ( aluminium ) , one form of motor neurone disease .	AIMS : @DRUG$ is used in a patients dosing schedule of 50 @DRUG$ twice daily to treat fixed disease sclerosis lateral amyotropic ( ALS ) , one form of motor neurone with .	AIMS : @DRUG$ is used in fixed dosing schedule of 50 @DRUG$ twice daily to treat patients with amyotropic lateral sclerosis ( ALS ) , one form of motor neurone .	@DRUG$ is used in a fixed dosing schedule of 50 @DRUG$ twice daily to treat patients with amyotropic lateral sclerosis ( ALS ) , one form of motor neurone disease .	0
0	Under normal situations, the intestinal mucosa is in a state of 'controlled' inflammation regulated by a delicate balance of proinflammatory (tumour necrosis factor [TNF]-alpha, interferon [IFN]-gamma, interleukin [IL]-1, IL-6, IL-12) and anti-inflammatory cytokines (IL-4, @DRUG$, @DRUG$).	Under normal situations , the intestinal mucous membrane is in a state of ' ascertain ' rubor regulated by a delicate remainder of pro inflammatory ( tumour gangrene factor [ TNF ] - alpha , interferon [ IFN ] - gamma , interleukin [ IL ] -1 , IL - 6 , IL - 12 ) and anti-inflammatory cytokines ( IL -4 , @DRUG$ , @DRUG$ ) .	Under normal situations , the intestinal mucosa is in delicate state [ ] controlled ' inflammation regulated by a a ) of proinflammatory ( tumour necrosis factor [ TNF ] - alpha , interferon of IFN ' - gamma , interleukin [ IL ] -1 cytokines IL - 6 ) IL - 12 , and anti-inflammatory , ( IL -4 , @DRUG$ , @DRUG$ balance .	Under normal situations , the intestinal mucosa is in a of ' controlled ' inflammation regulated by a delicate of proinflammatory ( tumour necrosis factor [ TNF ] - alpha interferon [ ] - gamma , interleukin [ IL ] -1 , IL - 6 , IL - 12 ) and anti-inflammatory cytokines ( IL -4 , @DRUG$ , @DRUG$ ) .	Under normal situations, the intestinal mucosa is in a state of 'controlled' inflammation regulated by a delicate balance of proinflammatory (tumour necrosis factor [TNF] - alpha, interferon [IFN] - gamma, interleukin [IL] -1, IL	1
1	@DRUG$ shows an alteration in vascular reactivity to @DRUG$ and other agonists, suggesting the possibility of a direct vascular effect.	@DRUG$ shows an alteration in vascular reactivity to @DRUG$ and other agonists , suggesting the possibility of a channelize vascular upshot .	@DRUG$ shows an alteration in vascular reactivity to @DRUG$ and suggesting agonists vascular other the possibility of a direct , effect .	@DRUG$ shows an alteration in vascular reactivity @DRUG$ and other agonists , suggesting the of a direct vascular effect .	@DRUG$ alters the way @DRUG$ and other agonists affect blood vessels, suggesting that DRUGA may have a direct effect on blood vessels.	0
0	Although @DRUG$ has been known @DRUG$ an essential nutrient for reproduction since 1922, we are far from understanding the mechanisms of its physiological functions.	Although @DRUG$ has been known @DRUG$ an essential nutrient for reproduction since 1922 , we are far from understanding the mechanism of its physiologic functions .	Although @DRUG$ has been known @DRUG$ an essential nutrient are reproduction since 1922 far we for , from understanding the mechanisms of its physiological functions .	Although @DRUG$ been known @DRUG$ an essential nutrient for reproduction since 1922 , we are far from understanding the mechanisms of its functions .	Although @DRUG$ has been known to be an essential nutrient for reproduction since 1922, we are far from understanding the mechanisms of its physiological functions.	1
0	There were no differences in dose-normalized Css(max) or AUC (0-12) perospirone and hydroxyperospirone between 16 mg/day and 32 @DRUG$/day of @DRUG$.	There were no differences in dose-normalized Css(max ) or AUC (  - xii ) perospirone and hydroxyperospirone between 16 mg / day and xxxii @DRUG$ / day of @DRUG$ .	There Css(max no day in dose-normalized were ) or AUC ( 0 - 12 ) perospirone and hydroxyperospirone between 16 mg / / and 32 @DRUG$ differences day of @DRUG$ .	There were no differences in dose-normalized Css(max ) or AUC ( 0 - 12 ) perospirone and hydroxyperospirone between 16 mg / day and 32 @DRUG$ / day of @DRUG$ .	There were no differences in dose-normalized Css(max ) or AUC ( 0 - 12 ) perospirone and hydroxyperospirone between 16 mg / day and 32 mg / day of @DRUG$ .	1
0	Patients received celecoxib 400 mg, followed by celecoxib 200 mg no sooner than 12 hours after first dose (day 1), then celecoxib 200 mg q12h as necessary (days 2 and 3); @DRUG$ sodium 550 mg followed by naproxen sodium 550 @DRUG$ no sooner than 12 hours after first dose (day 1), then naproxen sodium 550 mg q12h as necessary (days 2 and 3); or placebo.	Patients received celecoxib 400 mg , followed by celecoxib  mg no sooner than 12 hours after starting time dose ( clarence shepard day jr 1 ) , then celecoxib  mg q12h as necessary ( solar day ii and trinity ) ; @DRUG$ sodium 550 mg followed by naprosyn sodium 550 @DRUG$ no sooner than 12 hours after starting time dose ( clarence shepard day jr 1 ) , then naprosyn sodium 550 mg q12h as necessary ( solar day ii and trinity ) ; or placebo .	Patients ( celecoxib 400 mg 1 followed by celecoxib 200 mg no sooner than 12 hours after first dose ( day 1 ) , then celecoxib 200 mg q12h as necessary than days 2 and 3 ) ; @DRUG$ sodium 550 mg followed by naproxen sodium 550 @DRUG$ no sooner received 12 hours after first dose ( ) , day , then as sodium and mg q12h naproxen placebo ( days 2 550 3 ) ; or necessary .	Patients received celecoxib mg , followed by celecoxib 200 mg no sooner than 12 hours after first dose ( day 1 , celecoxib 200 mg q12h as necessary ( 2 and ) ; @DRUG$ sodium 550 mg followed by naproxen sodium 550 @DRUG$ no sooner than 12 hours first dose ( day 1 ) , then naproxen sodium 550 mg q12h as necessary ( days 2 and 3 ; or placebo .	Patients received celecoxib 400 mg , followed by celecoxib 200 mg no sooner than 12 hours after first dose ( day 1 ) , then celecoxib 200 mg q12h as necessary ( days 2 and 3 ) ; @DRUG$ sodium 550 mg followed by naproxen sodium 550	1
0	Our data indicate that I/@DRUG$ injury, considered as an inflammatory model, reduces absorption and metabolism processes of @DRUG$.	Our data indicate that I / @DRUG$ injury , considered as an inflammatory theoretical account , reduces assimilation and metabolism processes of @DRUG$ .	Our data metabolism that I / @DRUG$ injury , considered as inflammatory an model , reduces absorption and indicate processes of @DRUG$ .	Our data indicate that I / @DRUG$ injury , considered as an inflammatory model , reduces and metabolism processes of @DRUG$ .	The injury caused by @DRUG$, considered as an inflammatory model, reduces the absorption and metabolism processes of @DRUG$.	0
0	Second-generation antihistamines (e.g. @DRUG$, desloratadine, fexofenadine, @DRUG$ and mizolastine) are recommended first-line treatment for both conditions; however, studies of clinically relevant differences among these agents are lacking.	Second- generation antihistamines ( e.g. @DRUG$ , desloratadine , fexofenadine , @DRUG$ and mizolastine ) are advocate first-line treatment for both weather ; however , studies of clinically relevant differences among these agents are missing .	Second- generation antihistamines ( first-line @DRUG$ , desloratadine , fexofenadine lacking @DRUG$ and mizolastine ) are recommended e.g. treatment for both conditions ; however , studies are clinically relevant differences among these agents of , .	Second- generation antihistamines ( e.g. @DRUG$ , desloratadine , @DRUG$ mizolastine ) are recommended first-line treatment for both conditions ; however studies of clinically relevant among these agents are lacking	Second- generation antihistamines ( e.g. desloratadine , fexofenadine , and mizolastine ) are all recommended first-line treatment for both conditions . However , there is a lack of studies that compare the clinical effects of these agents .	1
0	Administration of fomivirsen with numerous systemically administered antiretrovirals (for example zidovudine and zalcitabine) as well @DRUG$ systemically administered anticytomegalovirus agents such as foscarnet and @DRUG$ has been reported to be well tolerated.	Administration of fomivirsen with legion systemically deal antiretrovirals ( for example zidovudine and dideoxycytosine ) as well @DRUG$ systemically deal anticytomegalovirus agents such as foscarnet and @DRUG$ has been reported to be well tolerated .	Administration of fomivirsen with numerous systemically administered antiretrovirals ( anticytomegalovirus ) zidovudine reported zalcitabine example as well @DRUG$ systemically administered for agents such as foscarnet and @DRUG$ has been and to be well tolerated .	Administration of fomivirsen with numerous administered antiretrovirals ( for example zidovudine and zalcitabine ) as @DRUG$ administered anticytomegalovirus agents such as foscarnet and @DRUG$ been reported to be tolerated .	The administration of fomivirsen (@DRUG$) with numerous systemically administered antiretrovirals (@DRUG$) as well as systemically administered anticytomegalovirus agents (DRUGA) has been reported to be well tolerated.	0
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, febantel, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, chlortetracycline, oxytetracycline and tetracycline), three antiprotozoal agents (@DRUG$, imidocarb and nicarbazin), one glucocorticosteroid (@DRUG$), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	A compendious follows of the Committee 's evaluations of toxicological and balance data on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , febantel , fenbendazole , oxfendazole and moxidectin ) , vii antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , terramycin and achromycin ) , three antiprotozoal agents ( @DRUG$ , imidocarb and nicarbazin ) , one glucocorticosteroid ( @DRUG$ ) , one production assistance ( recombinant bovine human growth hormone ) and one tranquilizing factor ( azaperone ) .	A summary follows of the Committee 's evaluations of toxicological and aid data on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , , , fenbendazole febantel ) and moxidectin ) , seven antimicrobial agents ( gentamicin oxfendazole procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal agents ( @DRUG$ , nicarbazin and ( ) , one glucocorticosteroid ( @DRUG$ ) , one azaperone imidocarb ( recombinant bovine somatotropins ) and one tranquilizing agent residue production , .	summary follows of the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs : five anthelminthic agents ( eprinomectin , , , oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , procaine benzylpenicillin , sarafloxacin , spectinomycin , , and tetracycline ) three @DRUG$ , imidocarb and nicarbazin ) , one glucocorticosteroid ( @DRUG$ ) , one production aid ( recombinant bovine somatotropins ) one tranquilizing agent ( azaperone ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents, seven antimicrobial agents, three antiprotozoal agents, one glucocorticosteroid and one tranquilizing agent. Of these, the Committee found that the toxic	1
0	METHODS: The interactions of a number of oxidising agents (liquid and gaseous H(2)O(2), ClO(2), peracetic acid formulations) with amino acids, proteins (bovine serum albumin and aldolase) and enzymes were investigated by spectrophotometry, @DRUG$-PAGE and @DRUG$ activity measurements.	METHODS : The interactions of a number of oxidising agents ( liquid and gaseous atomic number  ( deuce ) atomic number  ( deuce ) , ClO ( deuce ) , peracetic acid formulations ) with aminic acids , proteins ( bovine serum albumen and aldolase ) and enzymes were investigated by spectrophotometry , @DRUG$ - PAGE and @DRUG$ activity measurements .	METHODS : The interactions of a number of oxidising agents ( liquid and gaseous H ( 2 ) O ( 2 ) , ClO bovine 2 ) , peracetic acid formulations ) ( amino acids measurements proteins with ( serum albumin and aldolase ) and by were activity enzymes spectrophotometry , @DRUG$ - PAGE and @DRUG$ investigated , .	METHODS : The interactions of a number of oxidising agents ( liquid and gaseous H ( 2 ) O 2 , ClO ( ) , peracetic formulations acids , proteins ( bovine serum albumin and aldolase ) and enzymes were investigated by spectrophotometry , @DRUG$ - PAGE and @DRUG$ activity measurements .	Oxidising agents (liquid and gaseous H (2)O (2), ClO (2), peracetic acid formulations) interact with amino acids, proteins (bovine serum albumin and aldolase), and enzymes, and the interactions are investigated by spectrophot	1
0	ABT-089 is @DRUG$ potent and efficacious as (-)-nicotine at evoking @DRUG$ (ACh) release from hippocampal synaptosomes.	ABT -089 is @DRUG$ potent and effectual as ( -) - nicotine at evoking @DRUG$ ( ACh ) release from hippocampal synaptosomes .	ABT -089 is @DRUG$ potent and efficacious as from -) - nicotine at evoking @DRUG$ ( ) ACh release ( hippocampal synaptosomes .	ABT -089 is @DRUG$ potent and efficacious as ( -) - nicotine at evoking @DRUG$ ( ACh ) release from hippocampal synaptosomes .	ABT -089 is a potent and efficacious drug at evoking ACh release from hippocampal synaptosomes.	1
0	Although @DRUG$ and @DRUG$ are not recommended for treating influenza virus infections because of drug resistance problem, these viral M2 ion channel blockers established a proof-of-concept that the endocytosis of virion into host cells can be a valid drug target because M2 protein is involved in the endocytosis process.	Although @DRUG$ and @DRUG$ are not recommended for treating influenza virus infection because of dose resistance problem , these viral M2 ion channel blockers demonstrate a proof-of-concept that the endocytosis of virion into host cells can be a valid dose target because M2 protein is call for in the endocytosis sue .	Although @DRUG$ and @DRUG$ are not recommended viral treating influenza virus infections because of drug for problem ion these resistance M2 , channel blockers established a proof-of-concept that the endocytosis of virion into host be can cells a valid drug target because M2 protein is in involved the endocytosis process .	Although @DRUG$ and @DRUG$ are not for treating influenza virus because of drug resistance problem , these viral M2 established a proof-of-concept that the endocytosis of virion into host cells can be a valid drug target because M2 is involved in the endocytosis process .	Although @DRUG$ and @DRUG$ are not recommended for treating influenza virus infections because of drug resistance problem, these viral M2 ion channel blockers established a proof-of-concept that the endocytosis of virion into host cells can be a valid drug target because M2 protein is involved	0
0	(-)-(1R,2R)-3-(3-dimethylamino-1-ethyl-2-methyl-propyl)-@DRUG$ hydrochloride (tapentadol HCl): a novel mu-opioid receptor agonist/@DRUG$ reuptake inhibitor with broad-spectrum analgesic properties.	( -) -( 1R,2R ) -3-( 3- dimethylamino-1-ethyl-2-methyl-propyl ) -@DRUG$ hydrochloride ( tapentadol HCl ) : a refreshing mu-opioid receptor protagonist / @DRUG$ reuptake inhibitor with broad-spectrum analgesic belongings .	( -) broad-spectrum 1R,2R ) -3-( 3- dimethylamino-1-ethyl-2-methyl-propyl ) -@DRUG$ ( / tapentadol HCl ) : a novel mu-opioid receptor agonist hydrochloride @DRUG$ reuptake inhibitor with -( analgesic properties .	( -) -( 1R,2R ) -3-( 3- dimethylamino-1-ethyl-2-methyl-propyl ) -@DRUG$ hydrochloride ( tapentadol HCl ) a receptor agonist / @DRUG$ reuptake inhibitor with broad-spectrum analgesic properties .	@DRUG$ is a novel mu-opioid receptor agonist that also inhibits the reuptake of @DRUG$. This combination results in broad-spectrum analgesic properties.	0
0	Components of the renin-angiotensin-aldosterone system such @DRUG$ angiotensin II and @DRUG$ are believed to contribute to the development and progression of cardiovascular tissue and organ injuries.	Components of the renin-angiotensin-aldosterone organisation such @DRUG$ angiotensin II and @DRUG$ are believed to contribute to the development and progression of cardiovascular tissue and organ accidental injury .	Components of the renin-angiotensin-aldosterone system such @DRUG$ angiotensin II and @DRUG$ to believed are contribute to the development organ progression of cardiovascular tissue and and injuries .	Components of the renin-angiotensin-aldosterone system such @DRUG$ angiotensin II and @DRUG$ are to contribute to the development and progression cardiovascular tissue and organ injuries .	@DRUG$ and @DRUG$ are believed to contribute to the development and progression of cardiovascular tissue and organ injuries.	0
1	Effects of @DRUG$ on rat bladder primary afferent activity, and comparison with @DRUG$ and acetaminophen.	Effects of @DRUG$ on rat vesica primary afferent activity , and comparison with @DRUG$ and acetaminophen .	Effects of @DRUG$ on rat bladder activity afferent primary , and comparison with @DRUG$ and acetaminophen .	Effects of @DRUG$ on rat bladder afferent activity , and comparison with @DRUG$ and acetaminophen .	The effects of @DRUG$ on rat bladder primary afferent activity are compared to the effects of @DRUG$ and acetaminophen.	0
0	The @DRUG$ group had a significantly lower incidence of venous thromboembolism by day 11 (12.5 percent [45 of 361 patients]) than the enoxaparin group (27.8 percent [101 of 363 patients]; reduction in risk, 55.2 percent; 95 percent confidence interval, 36.2 to 70.2; @DRUG$<0.001).	The @DRUG$ group had a importantly lower incidence of venous thromboembolism by day eleven ( 12.5 percent [ forty five of 361 affected role ] ) than the enoxaparin group ( 27.8 percent [ ci of 363 affected role ] ; reduction in risk , 55.2 percent ; 95 percent confidence interval , 36.2 to 70.2 ; @DRUG$ < 0.001 ) .	12.5 @DRUG$ group had a ] lower incidence of venous thromboembolism by day 11 ( percent The [ 45 [ 361 patients ] ) than the enoxaparin group ( 27.8 percent of of 101 363 patients significantly ; reduction in risk , 55.2 percent ; 95 percent confidence interval , 36.2 to 70.2 ; @DRUG$ < 0.001 ) .	The @DRUG$ group had a significantly lower incidence of venous by day 11 ( 12.5 [ of patients ] ) than the enoxaparin group ( 27.8 percent [ 101 363 patients ; reduction in , 55.2 percent ; 95 percent confidence interval 36.2 to 70.2 ; @DRUG$ < 0.001 ) .	The @DRUG$ group had a significantly lower incidence of venous thromboembolism by day 11 ( 12.5 percent [ 45 of 361 patients ] ) than the enoxaparin group ( 27.8 percent [ 101 of 363 patients ] ; reduction in risk , 55.2	1
0	@DRUG$, neostigmine, and @DRUG$ competed for specific binding sites of [N-methyl-(3)H]scopolamine methyl chloride ([(3)H]NMS ) and [(3)H]oxotremorine-M in the bladder, submaxillary gland and cerebral cortex of rats in a concentration-dependent manner, indicating significant binding activity of muscarinic receptors.	@DRUG$ , neostigmine , and @DRUG$ contend for specific binding ride of [ N-methyl - ( ternion ) H ] scopolamine methyl chloride ( [ ( ternion ) H ] NMS ) and [ ( ternion ) H ] oxotremorine -M in the vesica , submaxillary gland and cerebral cortex of tell on in a concentration - dependent manner , indicating significant binding activity of muscarinic sensory receptor .	@DRUG$ ] neostigmine , and @DRUG$ competed for specific binding sites of [ N-methyl and ( 3 ) H ] scopolamine methyl gland ( [ ( 3 ) H ] NMS ) - [ ( 3 ) H , oxotremorine -M in the bladder , chloride submaxillary and cerebral cortex of rats in a concentration - dependent manner , indicating significant binding activity of muscarinic receptors .	@DRUG$ , neostigmine , and @DRUG$ competed for specific sites of [ N-methyl - 3 ) H ] scopolamine chloride ( [ ( 3 H NMS ) and [ ( 3 ) H ] oxotremorine -M in bladder , submaxillary gland and cerebral cortex of rats a concentration - manner , indicating significant binding activity of muscarinic receptors .	@DRUG$ and @DRUG$ competed for specific binding sites of [ N-methyl - ( 3 ) H ] scopolamine methyl chloride ( [ ( 3 ) H ] NMS ) and [ ( 3 ) H ] oxotremorine -M in the bladder , submaxillary gland	0
0	BACKGROUND: Once-daily (QD) ritonavir 100 mg-boosted fosamprenavir 1400 mg (FPV/r100) or @DRUG$ 300 mg (ATV/r100), plus tenofovir/emtricitabine (TDF/FTC) 300 @DRUG$/200 mg, have not been compared as initial antiretroviral treatment.	BACKGROUND : Once-daily ( QD ) ritonavir one hundred mg-boosted fosamprenavir 1400 mg ( FPV / r100 ) or @DRUG$ three hundred mg ( ATV / r100 ) , summation tenofovir / emtricitabine ( TDF / federal trade commission ) three hundred @DRUG$ / 200 mg , have not been compared as initial antiretroviral intervention .	BACKGROUND : Once-daily ( QD ) ritonavir 100 mg-boosted fosamprenavir 1400 mg antiretroviral FPV / ) / or @DRUG$ 300 mg ( been ATV r100 r100 , plus tenofovir / emtricitabine ( TDF ) FTC ) 300 @DRUG$ / 200 mg , have not / compared as initial ( treatment .	BACKGROUND : Once-daily ( QD ) ritonavir 100 mg-boosted fosamprenavir 1400 mg ( FPV / r100 or @DRUG$ 300 mg ( ATV / r100 ) , plus tenofovir TDF / FTC ) @DRUG$ / 200 mg , have not been compared as initial antiretroviral treatment .	BACKGROUND : @DRUG$ and @DRUG$ have not been compared as initial antiretroviral treatment .	0
0	Safinamide is an investigational drug for PD currently in development @DRUG$ add-on therapy to both @DRUG$ agonists and levodopa.	Safinamide is an investigational dose for PD currently in development @DRUG$ add - on therapy to both @DRUG$ agonists and larodopa .	development is PD investigational drug for an currently in Safinamide @DRUG$ add - on therapy to both @DRUG$ agonists and levodopa .	Safinamide is investigational drug for PD currently in development @DRUG$ add - on therapy to both @DRUG$ agonists and levodopa .	@DRUG$ is an investigational drug for PD currently in development. DRUGA is an add-on therapy to both @DRUG$ agonists and levodopa.	0
0	The 1- and 2-@DRUG$ @DRUG$ tablets showed proportional bioavailability.	The 1 - and 2 - @DRUG$ @DRUG$ tablets showed relative bioavailability .	The 1 - and 2 - @DRUG$ @DRUG$ tablets proportional showed bioavailability .	1 - and @DRUG$ @DRUG$ tablets showed proportional bioavailability .	The amount of @DRUG$ that is absorbed into the bloodstream is proportional to the amount of @DRUG$ that is taken.	0
0	CONCLUSIONS: At the doses studied, PLZ was @DRUG$ effective as VIG at elevating brain GABA levels, but, unlike @DRUG$, also inhibited MAO and ALA-T (and increased brain ALA levels).	finale : At the doses studied , PLZ was @DRUG$ effective as VIG at elevating brain GABA tear down , but , unlike @DRUG$ , likewise inhibited MAO and ALA -T ( and increased brain ALA tear down ) .	PLZ : At the doses studied , CONCLUSIONS was @DRUG$ effective as VIG and elevating brain GABA levels , but , unlike @DRUG$ brain also inhibited MAO and ALA -T ( at increased , ALA levels ) .	CONCLUSIONS : At the studied , was @DRUG$ effective as VIG elevating brain GABA levels , but , unlike @DRUG$ , also inhibited MAO and ALA -T ( increased brain ALA levels ) .	PLZ was effective as VIG at elevating brain GABA levels, but, unlike @DRUG$, also inhibited MAO and ALA-T (and increased brain ALA levels).	1
0	RESULTS: Plasma @DRUG$ peaked at 1.9 microg/ml (9 micromol/@DRUG$) about 3 hours after drug administration, followed by a monoexponential decline with a half-time of 2-3 hours in both patient groups.	RESULTS : Plasma @DRUG$ peaked at 1.9 microg / ml ( 9 micromol / @DRUG$ ) about 3 hours after do drugs administration , followed by a monoexponential diminution with a one half - time of 2 - 3 hours in both patient radical .	RESULTS : of @DRUG$ peaked at 9 microg / ml ( 1.9 micromol / @DRUG$ ) about with hours after drug administration , followed by a monoexponential decline 3 a half Plasma time - 2 - 3 hours in both patient groups .	RESULTS : Plasma @DRUG$ peaked at microg / ml ( 9 micromol / @DRUG$ ) about 3 hours drug administration , followed by monoexponential decline with a half - time 2 - hours in both patient groups .	Plasma @DRUG$ peaked at 1.9 microg / ml ( 9 micromol / @DRUG$ ) about 3 hours after drug administration , followed by a monoexponential decline with a half - time of 2 - 3 hours in both patient groups .	0
0	OBJECTIVES: The main aim of this study was to determine the pharmacokinetic parameters of @DRUG$, betamethasone acetate, and betamethasone @DRUG$ after the administration of a single intramuscular dose of the dual-acting suspension to healthy human volunteers.	object glass : The briny aim of this study was to fix the pharmacokinetic parameters of @DRUG$ , betamethasone acetate , and betamethasone @DRUG$ after the administration of a single intramuscular dose of the dual-acting suspension to tidy human volunteers .	OBJECTIVES : The main aim of betamethasone study was of determine the pharmacokinetic parameters of @DRUG$ , this acetate , volunteers betamethasone @DRUG$ after administration the to a single intramuscular dose of the dual-acting suspension to healthy human and .	OBJECTIVES : The main aim of this study was to determine pharmacokinetic parameters of @DRUG$ , betamethasone acetate , and betamethasone @DRUG$ after the of a single intramuscular dose of the dual-acting suspension to healthy human volunteers .	The study was conducted to determine how the body absorbs and processes @DRUG$ and @DRUG$ after a single dose is administered.	0
0	Within the first 100 days after transplantation, the incidence of CMV infection based on CMV pp65 antigenemia was lower in each of the respective @DRUG$ groups (15%, P = .046; 19%, @DRUG$ = .116; 15%, P = .053) compared with placebo (39%).	Within the for the first time  years after transplantation , the relative incidence of CMV infection based on CMV pp65 antigenemia was lower in each of the several @DRUG$ groups ( 15 % , P = .046 ; 19 % , @DRUG$ = .116 ; 15 % , P = .053 ) compared with placebo ( 39 % ) .	.116 the first 100 days after transplantation , the CMV of CMV respective ( on compared pp65 antigenemia was lower in each of the infection @DRUG$ groups based 15 % , P = .046 ; 19 % , @DRUG$ = Within ; 15 % , P = .053 ) incidence with placebo ( 39 % ) .	the first 100 days transplantation , the incidence of CMV infection based on CMV pp65 antigenemia was lower in each of the respective @DRUG$ groups ( 15 % , P = .046 ; 19 , @DRUG$ = .116 ; 15 % , P = .053 ) compared with placebo ( 39 % ) .	The incidence of CMV infection was lower in each of the respective @DRUG$ groups ( 15 % , P = .046 ; 19 % , @DRUG$ = .116 ; 15 % , P = .053 ) compared with placebo ( 39 % ) .	0
0	In the first-in-human, single-dose study, 18 participants received placebo or TMC310911 (75-2000 mg) in the double-blind phase and 8 participants received 300 or 600 mg of TMC310911 [administered alone or with 100 @DRUG$ @DRUG$ twice daily (bid)] in the subsequent open-label phase.	In the first-in- human being , single - dose study , 18 player received placebo or TMC310911 ( 75-2000 mg ) in the double - unsighted phase and 8 player received 300 or 600 mg of TMC310911 [ administered entirely or with 100 @DRUG$ @DRUG$ twice day by day ( bid ) ] in the subsequent open- label phase .	In the first-in- human , single - dose study , 18 participants received placebo or TMC310911 ( 75-2000 mg ) 600 the double in blind phase and 8 participants received ) or in label of TMC310911 [ administered alone or with 100 @DRUG$ @DRUG$ twice ( daily bid 300 ] - the subsequent open- mg phase .	In the first-in- human , single - dose study , 18 participants placebo or TMC310911 ( mg ) in the double - blind phase and 8 participants received 300 mg of TMC310911 [ alone or with 100 @DRUG$ @DRUG$ twice daily ( bid ) ] in the subsequent open- label phase .	In the first-in- human , single - dose study , 18 participants received placebo or TMC310911 ( 75-2000 mg ) in the double - blind phase and 8 participants received 300 or 600 mg of TMC310911 [ administered alone or with 100 @DRUG$ DRU	1
0	The preparation contained paracetamol (@DRUG$) 500 mg, codeine @DRUG$ 8 mg, buclizine hydrochloride 6.25 mg and dioctyl sodium sulphosuccinate 10 mg.	The preparation hold paracetamol ( @DRUG$ ) 500 mg , codeine @DRUG$ 8 mg , buclizine hydrochloride 6.25 mg and dioctyl na sulphosuccinate 10 mg .	The preparation contained paracetamol 6.25 @DRUG$ dioctyl 500 mg , codeine @DRUG$ 8 mg , buclizine hydrochloride ( mg and ) sodium sulphosuccinate 10 mg .	The preparation contained paracetamol ( @DRUG$ ) 500 mg , codeine @DRUG$ 8 mg , buclizine hydrochloride mg and dioctyl sodium sulphosuccinate 10 mg .	@DRUG$ contains 500 mg of paracetamol, while @DRUG$ contains 8 mg of codeine. Additionally, DRUGA contains 6.25 mg of buclizine hydrochloride and 10 mg of dioctyl sodium sulphosuccinate.	0
0	Two studies compared the supplementation of fat-soluble as well @DRUG$ @DRUG$-soluble formulations to no supplementation in different arms of the same study.	Two subject compared the subjunction of fat-soluble as well @DRUG$ @DRUG$ - soluble formulations to no subjunction in different arms of the same study .	to in compared the supplementation of fat-soluble as well @DRUG$ @DRUG$ - soluble formulations Two no supplementation studies different arms of the same study .	Two studies compared the supplementation of as well @DRUG$ @DRUG$ - soluble formulations to no supplementation different arms of the same study .	Two studies compared the supplementation of fat-soluble as well as soluble formulations to no supplementation in different arms of the same study.	1
0	Indeed, whereas the recommended therapeutic plasma zonisamide concentration is 20 mg/@DRUG$, clinical investigations have associated adverse events with plasma @DRUG$ concentrations of > 30 mg/L, suggesting the usefulness of therapeutic drug monitoring.	Indeed , whereas the commend therapeutic plasma zonisamide concentration is  mg / @DRUG$ , clinical investigation have associated adverse events with plasma @DRUG$ concentrations of > 30 mg / lambert , suggesting the usefulness of therapeutic drug monitoring .	investigations , whereas the recommended therapeutic plasma zonisamide concentration is 20 mg / @DRUG$ , > Indeed have associated adverse events with clinical @DRUG$ concentrations of of 30 mg / L , suggesting the usefulness plasma therapeutic drug monitoring .	Indeed , whereas recommended therapeutic plasma zonisamide concentration is 20 mg / @DRUG$ , clinical investigations have associated adverse events with plasma @DRUG$ concentrations of > 30 mg / L , suggesting the usefulness of therapeutic drug monitoring .	Zonisamide is a drug used to treat seizures. Clinical investigations have associated adverse events with plasma zonisamide concentrations of > 30 mg / L, suggesting the usefulness of therapeutic drug monitoring.	1
1	@DRUG$ (50 mg) completely abolished GH peaks in two of four subjects, whereas chlorpromazine (30 @DRUG$), phenobarbital (97 mg), diphenylhydantoin (90 mg), chlordiazepoxide (20 mg), and isocarboxazid (30 mg) did not inhibit GH peaks.	@DRUG$ ( 50 milligram ) whole abolished GH peaks in two of four subjects , whereas chlorpromazine ( 30 @DRUG$ ) , phenobarbitone ( 97 milligram ) , dilantin ( 90 milligram ) , librium ( 20 milligram ) , and isocarboxazid ( 30 milligram ) did not inhibit GH peaks .	@DRUG$ ( 50 mg ) completely abolished GH peaks in two not 30 subjects , whereas chlorpromazine of four @DRUG$ ) , phenobarbital ( 97 mg ) , isocarboxazid ( 90 mg ) , chlordiazepoxide ( 20 mg ) , and diphenylhydantoin ( 30 peaks ) did ( inhibit GH mg .	@DRUG$ ( mg ) completely abolished GH peaks in of four , whereas chlorpromazine ( 30 @DRUG$ ) , phenobarbital 97 mg ) , diphenylhydantoin ( 90 mg ) , chlordiazepoxide ( 20 mg ) , and isocarboxazid ( 30 mg ) did not inhibit GH peaks .	@DRUG$ ( 50 mg ) completely abolished GH peaks in two of four subjects , whereas chlorpromazine ( 30 mg ) , phenobarbital ( 97 mg ) , diphenylhydantoin ( 90 mg ) , chlordiazepoxide ( 20 mg ) , and isocarbox	1
0	The photolytic decomposition of the insecticide imidacloprid (1) in HPLC grade water and of @DRUG$ @DRUG$ the formulated product Confidor insecticide in tap water was studied using HPLC methodology.	The photolytic chemical decomposition reaction of the insecticide imidacloprid ( 1 ) in HPLC mark water and of @DRUG$ @DRUG$ the formulated product Confidor insecticide in tap water was analyse using HPLC methodology .	) photolytic decomposition of the insecticide imidacloprid ( 1 Confidor formulated HPLC grade water and of @DRUG$ @DRUG$ the in product The insecticide in tap water was studied using HPLC methodology .	The photolytic decomposition the insecticide imidacloprid ( 1 ) in grade water and of @DRUG$ @DRUG$ the product Confidor in water was studied HPLC methodology .	The photolytic decomposition of the insecticide imidacloprid ( 1 ) in HPLC grade water and of the formulated product Confidor insecticide in tap water was studied using HPLC methodology .	1
0	@DRUG$ with other SERMs, @DRUG$ diverts the receptor from its agonist-bound conformation by displacing the C-terminal AF-2 helix into the site at which the LXXLL motif of coactivator proteins would otherwise be able to bind.	@DRUG$ with other SERMs , @DRUG$ diverts the receptor from its agonist-bound form by displacing the C-terminal AF - 2 helix into the site at which the LXXLL motif of coactivator protein would otherwise be able to obligate .	@DRUG$ with other SERMs motif @DRUG$ diverts the receptor from its proteins conformation by displacing to C-terminal AF - 2 helix into the site at which the LXXLL , of coactivator agonist-bound would otherwise be able the bind .	@DRUG$ with other SERMs , @DRUG$ diverts the receptor from its conformation by displacing the AF - 2 helix into the site at which the LXXLL motif of coactivator proteins would otherwise be to bind .	@DRUG$ binds to the receptor and blocks the action of @DRUG$, which would normally activate the receptor.	0
0	In vitro affinity for vascular 5HT2 and alpha receptors was determined for several compounds (spiperone, ketanserin, mianserin, trazodone, @DRUG$, benzoctamine, m-trifluoro-methylphenylpiperazine, m-chlorophenylpiperazine, and 1-(1-naphthyl)@DRUG$) known to interact with serotonin receptors.	hoosier state vitro chemical attraction for vascular 5HT2 and alpha sensory receptor was determined for various compounds ( spiperone , ketanserin , mianserin , trazodone , @DRUG$ , benzoctamine , m-trifluoro - methylphenylpiperazine , m-chlorophenylpiperazine , and 1 - ( 1 - naphthyl ) @DRUG$ ) known to interact with  hydroxytryptamine sensory receptor .	In vitro affinity for vascular 5HT2 determined alpha receptors was and for several compounds m-trifluoro spiperone , ketanserin , mianserin , trazodone , @DRUG$ , benzoctamine , ( - - , m-chlorophenylpiperazine ) and 1 methylphenylpiperazine ( 1 - naphthyl ) @DRUG$ , known to with interact serotonin receptors .	In vitro for 5HT2 and alpha receptors was determined for several compounds ( spiperone , ketanserin , , trazodone , @DRUG$ , benzoctamine , m-trifluoro - methylphenylpiperazine , m-chlorophenylpiperazine and 1 - 1 - naphthyl ) @DRUG$ known to interact with receptors .	The affinity of @DRUG$ for vascular 5HT2 and alpha receptors was determined to be greater than the affinity of @DRUG$ for these receptors.	0
0	It was found to be significantly superior to placebo, faster acting than astemizole and @DRUG$ effective as usual dosages of terfenadine, clemastine, mequitazine and @DRUG$ in eliciting relief of symptoms.	It was line up to be significantly superscript to placebo , faster acting than astemizole and @DRUG$ effective as usual dosages of terfenadine , clemastine , mequitazine and @DRUG$ in evoke relief of symptoms .	It was found to be significantly superior to placebo , of acting than astemizole and @DRUG$ effective as usual dosages and terfenadine , clemastine , mequitazine of @DRUG$ in eliciting relief faster symptoms .	It was found to be significantly superior placebo , faster acting than astemizole and @DRUG$ effective as dosages of terfenadine , clemastine and @DRUG$ in eliciting of symptoms .	@DRUG$ is significantly superior to placebo in relieving symptoms, faster acting than astemizole, and just as effective as usual dosages of terfenadine, clemastine, mequitazine, and @DRUG$.	0
0	The Ca2+ channel blocker of N-type (omega-conotoxin GVIA, 0.1-3 microg), but not of @DRUG$/Q-type (omega-agatoxin IVA), L-type (verapamil, @DRUG$ or nimodipine), or T-type (mibefradil), attenuated the incision-induced allodynia, as did gabapentin.	The Ca2 + conduct blocker of N-type ( omega-conotoxin GVIA , 0.1-3 microg ) , but not of @DRUG$ / Q-type ( omega-agatoxin IVA ) , L-type ( verapamil , @DRUG$ or nimodipine ) , or T-type ( mibefradil ) , weakened the prick - hasten allodynia , as did neurontin .	The Ca2 + channel , of N-type attenuated omega-conotoxin GVIA , 0.1-3 microg allodynia not but , of @DRUG$ / Q-type ( omega-agatoxin IVA ) , L-type ( verapamil blocker @DRUG$ or nimodipine ) , or mibefradil ( T-type ) , ( the incision - induced ) , as did gabapentin .	The + channel blocker of N-type omega-conotoxin GVIA , 0.1-3 microg ) , but of @DRUG$ / Q-type ( IVA ) L-type verapamil , @DRUG$ or nimodipine ) , or T-type ( mibefradil ) attenuated the incision - induced allodynia , as did gabapentin .	The Ca2 + channel blocker of N-type ( omega-conotoxin GVIA ) , but not of @DRUG$ / Q-type ( omega-agatoxin IVA ) , L-type ( verapamil , @DRUG$ or nimodipine )	0
0	Patients received either @DRUG$ (5.0, 7.5, or 10.0 @DRUG$ in patients weighing less than 50, 50 to 100, or more than 100 kg, respectively) subcutaneously once daily or a continuous intravenous infusion of unfractionated heparin (ratio of the activated partial-thromboplastin time to a control value, 1.5 to 2.5), both given for at least five days and until the use of vitamin K antagonists resulted in an international normalized ratio above 2.0.	affected role find either @DRUG$ ( 5.0 , 7.5 , or 10.0 @DRUG$ in patients advisement lupus erythematosus than 50 , 50 to 100 , or more than 100 kg , respectively ) subcutaneously once daily or a continuous endovenous infusion of unfractionated heparin ( proportion of the activated partial - factor iii time to a control value , 1.5 to 2.5 ) , both given for at least five days and until the use of vitamin K antagonists resulted in an international normalize proportion above 2.0 .	Patients received either @DRUG$ ) 5.0 , 7.5 , or , @DRUG$ respectively patients weighing ( than 50 , 50 to 100 , or more than 100 kg 10.0 in ) 1.5 once to use a continuous intravenous infusion of above heparin ( ratio of the activated partial - thromboplastin time daily a control value , subcutaneously to 2.5 less , both given for at least five days and until the or of vitamin K antagonists resulted in an international normalized ratio unfractionated 2.0 .	Patients received either @DRUG$ ( 5.0 , 7.5 , or 10.0 @DRUG$ in patients weighing less than 50 , 50 to 100 or more than 100 kg , respectively ) subcutaneously once daily or a continuous intravenous infusion of unfractionated heparin ( ratio of the activated partial - time to a control value , 1.5 to 2.5 ) , both given for at least five days and the of vitamin K resulted in an international normalized ratio above 2.0 .	Patients received either @DRUG$ ( 5.0 , 7.5 , or 10.0 @DRUG$ in patients weighing less than 50 , 50 to 100 , or more than 100 kg , respectively ) subcutaneously once daily or a continuous intravenous infusion of unfractionated heparin	0
0	In hearts perfused with 5 mmol/@DRUG$ @DRUG$ and 0.4 mmol/L palmitate, trimetazidine decreased the rate of palmitate oxidation from 488+/-24 to 408+/-15 nmol x g dry weight(-1) x minute(-1) (P<0.05), whereas it increased rates of glucose oxidation from 1889+/-119 to 2378+/-166 nmol x g dry weight(-1) x minute(-1) (P<0.05).	In hearts perfused with little phoebe mmol / @DRUG$ @DRUG$ and 0.4 mmol / L palmitate , trimetazidine decreased the grade of palmitate oxidisation from 488 + / - 24 to 408 + / -15 nmol ten g teetotal slant ( - unity ) ten minute ( - unity ) ( P< 0.05 ) , whereas it increase rates of glucose oxidisation from 1889 + /-119 to 2378 + / -166 nmol ten g teetotal slant ( - unity ) ten minute ( - unity ) ( P<0.05 ) .	In hearts perfused with 5 mmol it @DRUG$ @DRUG$ and 0.4 mmol / L palmitate , trimetazidine decreased the nmol P<0.05 palmitate oxidation x 488 + / 0.05 24 to 408 + / rate nmol x g dry weight ( - 1 ) 2378 minute ( - 1 ) ( P< - ) , whereas / increased rates of glucose oxidation from 1889 + /-119 to from + / ( -15 x g dry weight -166 - 1 ) x minute ( - 1 ) ( of ) .	In hearts perfused with 5 / @DRUG$ @DRUG$ and 0.4 mmol / L palmitate , trimetazidine the rate of palmitate from / - 24 to 408 + / -15 nmol x g dry weight - ) x minute ( - 1 ) ( P< ) , whereas it increased rates of glucose from 1889 + / -166 nmol x g dry ( - 1 ) x minute ( - 1 ) ( P<0.05 ) .	@DRUG$ inhibits the oxidation of palmitate, while promoting the oxidation of glucose.	1
0	However, when RIFLE-@DRUG$ urine output based outcomes were excluded @DRUG$ per study protocol, the direction of AKI risk again favoured the other fluid type, with a non-significant RR of AKI in HES treated patients (RR 1.05, 95% CI 0.97 to 1.14; 8445 patients).	However , when pillage - @DRUG$ urine outturn based outcomes were excluded @DRUG$ per study protocol , the direction of AKI risk again favoured the other fluid type , with a non-significant RR of AKI in he process patients ( RR 1.05 , 95 % hundred and one 0.97 to 1.14 ; 8445 patients ) .	1.14 , when RIFLE - @DRUG$ urine output based outcomes were excluded @DRUG$ per study protocol 8445 the direction of AKI risk again favoured the other fluid type , with RR non-significant However of AKI in HES patients patients ( RR 1.05 , 95 % CI 0.97 to a ; , treated ) .	However , when RIFLE - @DRUG$ urine output based outcomes were excluded @DRUG$ protocol , the direction AKI risk again favoured the other fluid type , with a non-significant RR of AKI in HES treated patients ( , 95 % CI 0.97 to 1.14 ; 8445 patients ) .	However, when RIFLE-@DRUG$ urine output based outcomes were excluded @DRUG$ per study protocol, the direction of AKI risk again favoured the other fluid type, with a non-significant RR of AKI in HES treated patients (RR 1.05, 95% CI 0	0
0	Betaxolol and @DRUG$ are two beta-adrenergic blocking agents being marketed @DRUG$ ophthalmic solutions for treatment of primary open-angle glaucoma (POAG) and ocular hypertension (OHT).	Betaxolol and @DRUG$ are two beta-adrenergic stymie agents being marketed @DRUG$ ophthalmic solutions for treatment of primary winding open-angle glaucoma ( POAG ) and ocular hypertension ( OHT ) .	Betaxolol and @DRUG$ are two beta-adrenergic blocking agents ( marketed @DRUG$ glaucoma solutions for treatment of primary open-angle ophthalmic being POAG ) and ocular hypertension ( OHT ) .	Betaxolol and @DRUG$ are two beta-adrenergic blocking agents being marketed @DRUG$ solutions for treatment of open-angle glaucoma ( POAG ) and ocular hypertension ( )	Betaxolol and @DRUG$ are two beta-adrenergic blocking agents being marketed as ophthalmic solutions for the treatment of primary open-angle glaucoma and ocular hypertension.	1
0	PURPOSE: The objective of this study was to determine how a novel hydrophilic phytostanol (@DRUG$) affects the cellular accumulation of [3H]@DRUG$ in human colon carcinoma (Caco-2) cell monolayers grown in Transwell chambers.	design : The objective of this analyze was to find how a novel hydrophilic phytostanol ( @DRUG$ ) affects the cellular accumulation of [ 3H ] @DRUG$ in human colon carcinoma ( Caco - two ) cell monolayers grown in Transwell chambers .	in : The a of human study was to determine how objective novel hydrophilic phytostanol ( @DRUG$ ) affects the cellular accumulation ) [ 3H ] @DRUG$ PURPOSE this colon carcinoma ( Caco - 2 of cell monolayers grown in Transwell chambers .	PURPOSE : The objective this study was to determine how a novel hydrophilic phytostanol ( @DRUG$ ) affects the cellular accumulation of [ 3H ] @DRUG$ in human colon carcinoma ( Caco - 2 monolayers grown in Transwell .	The study found that @DRUG$ increased the cellular accumulation of @DRUG$ in human colon carcinoma cells.	0
1	Based on previous studies with risperidone, clozapine and @DRUG$ we tend to attribute this global interaction with the opioid system to amisulpride's action at the @DRUG$ D2 receptor sites.	Based on former studies with risperidone , clozapine and @DRUG$ we tend to attribute this spheric fundamental interaction with the opioid system to amisulpride 's action at the @DRUG$ D2 receptor sites .	Based on previous studies with risperidone , receptor and @DRUG$ we tend to attribute this global interaction with the 's system to amisulpride opioid action at the @DRUG$ clozapine D2 sites .	Based on previous studies with risperidone clozapine @DRUG$ we tend to attribute global interaction the opioid system to amisulpride 's action at the @DRUG$ D2 receptor sites .	We believe that @DRUG$'s effects on the opioid system are due to its action at the @DRUG$ D2 receptor sites.	0
0	FINDINGS: Functional success at 3 months did not differ between patients given @DRUG$ (42%) and those given placebo (42%) (@DRUG$=0.94, OR=0.99, 95% CI, 0.76-1.29).	FINDINGS : Functional success at 3 calendar month did not differ between patients apt @DRUG$ ( 42 % ) and those apt placebo ( 42 % ) ( @DRUG$=0.94 , OR=0.99 , 95 % one hundred one , 0.76-1.29 ) .	FINDINGS : Functional success at 3 months did @DRUG$=0.94 differ between , given @DRUG$ ( 42 % , and those given placebo ( 42 % ) ( not ) OR=0.99 patients 95 % CI , 0.76-1.29 ) .	FINDINGS : Functional success 3 did not differ between patients given @DRUG$ ( 42 % ) and those given placebo ( 42 % ) ( @DRUG$=0.94 , OR=0.99 , 95 % CI , 0.76-1.29 ) .	There was no statistically significant difference between the success rates of patients given @DRUG$ and those given placebo.	1
0	D-AMT was not toxic at the maximal dose tested (82.5 mg/kg), which was 100-fold larger than the maximal nonlethal L-@DRUG$ dose (0.8 @DRUG$/kg).	D- AMT was not toxic at the maximum dose tested ( 82.5 mg / kg ) , which was 100 - congregation orotund than the maximum nonlethal L-@DRUG$ dose ( 0.8 @DRUG$ / kg ) .	D- AMT was not toxic at the maximal dose tested ( 82.5 mg / kg which , ) was ) - fold larger than the maximal nonlethal L-@DRUG$ kg ( 0.8 @DRUG$ / dose 100 .	D- AMT was not toxic at the maximal dose tested ( 82.5 mg / kg ) , which was 100 - fold larger than the maximal nonlethal L-@DRUG$ dose ( 0.8 @DRUG$ / kg ) .	D- AMT was not toxic at the maximal dose tested ( 82.5 mg / kg ) , which was 100 - fold larger than the maximal nonlethal L-@DRUG$ dose ( 0.8 @DRUG$ / kg ) ."This means that the D- form of the	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, @DRUG$, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, @DRUG$, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, tolfenamic acid, and tolmetin in urine samples.	This method acting grant the detection of therapeutic concentrations of acemetacin , datril ( paracetamol ) , acetylsalicylic window pane , diclofenac , dolobid , lodine , fenbufen , fenoprofen , flufenamic window pane , @DRUG$ , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic window pane , @DRUG$ , mofebutazone , naproxen , niflumic window pane , phenylbutazone , suxibuzone , tiaprofenic window pane , tolfenamic window pane , and tolmetin in water samples .	This method niflumic the detection acid therapeutic concentrations of acemetacin , acetaminophen ( phenylbutazone ) , acetylsalicylic acid , diclofenac , diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , @DRUG$ , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone tiaprofenic naproxen , allowed acid , paracetamol , suxibuzone , , acid , tolfenamic of , and tolmetin in urine samples .	This method allowed detection of concentrations of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac diflunisal , etodolac , fenbufen , fenoprofen , flufenamic acid , @DRUG$ ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone , naproxen niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , tolfenamic acid , and tolmetin urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	@DRUG$, a new potent, orally active dual antagonist of @DRUG$ and platelet-activating factor (PAF).	@DRUG$ , a new powerful , orally active dual antagonist of @DRUG$ and platelet - activate factor ( PAF ) .	@DRUG$ , a new potent , active orally PAF antagonist of @DRUG$ and platelet - activating factor ( dual ) .	@DRUG$ , a new potent , orally active dual antagonist of @DRUG$ and - activating factor ( PAF ) .	@DRUG$ is a new drug that is both potent and orally active. It also dual antagonizes @DRUG$ and platelet-activating factor (PAF).	0
0	The parameters of interest: clearance (Cl), volume of distribution at steady state (Vss) and elimination half-life were correlated across nine mammal species, including cattle, dog, rat, @DRUG$, goat, camel, horse, cat and sheep @DRUG$ a function of W using the conventional allometric equation Y = aW(b), where Y is the pharmacokinetic parameter, W is the body weight, a is the allometric coefficient (intercept) and b is the exponent that describes the relationship between the pharmacokinetic parameter and W.	The parameters of interest : headroom ( one hundred fifty ) , volume of distribution at steady united states department of state ( five ) and elimination half - life story were correlated across nine mammalian metal money , including cattle , dog , rat , @DRUG$ , caprine animal , camel , buck , cat and sheep @DRUG$ a function of W exploitation the conventional allometric equation Y = aW ( b ) , where Y is the pharmacokinetic parameter , W is the body weight , a is the allometric coefficient ( intercept ) and b is the exponent that describes the relationship between the pharmacokinetic parameter and W .	The parameters of interest : clearance ( Cl aW , volume of distribution at steady state ( Vss ) and elimination half - rat a were and nine mammal species , including cattle , dog the life , @DRUG$ , goat allometric camel , horse sheep cat and , @DRUG$ correlated function of W using the conventional allometric equation Y = ) ( b ) , where , is the pharmacokinetic parameter , W is the W weight , a is , Y coefficient ( intercept ) across b is the exponent that describes the relationship between the pharmacokinetic parameter and body .	The parameters of interest : clearance ( Cl ) , volume of distribution at steady state ( Vss ) and elimination half - life were correlated across nine mammal species , including cattle , dog , rat , @DRUG$ , goat , camel , horse , cat and sheep @DRUG$ a function of W using the conventional allometric equation Y = aW ( b ) , where Y is the pharmacokinetic parameter , W is the body weight , is allometric coefficient ( intercept ) and b is the exponent that describes the relationship between the pharmacokinetic parameter and W .	The pharmacokinetic parameter ( Y ) is a function of the body weight ( W ) using the allometric equation Y = aW ( b ) , where a is the allometric coefficient ( intercept ) and b is the exponent that describes the relationship between the pharmacokinetic parameter and W .	1
1	Furthermore, we reported that phencyclidine (PCP)-induced cognitive deficits in mice were significantly improved by subsequent subchronic administration of @DRUG$, but not sertraline and paroxetine, and that the effect of fluvoxamine on @DRUG$-induced cognitive deficits was antagonized by co-administration of NE-100.	Furthermore , we report that pcp ( health professional ) - induced cognitive deficits in mice were importantly improved by subsequent subchronic administration of @DRUG$ , but not sertraline and paroxetine , and that the effect of fluvoxamine on @DRUG$ - induced cognitive deficits was antagonized by co-administration of NE - one hundred .	Furthermore not we reported that phencyclidine ( PCP ) - induced cognitive deficits in mice were significantly improved by , subchronic administration of @DRUG$ subsequent but , sertraline and paroxetine , the that and effect of - cognitive @DRUG$ - induced on deficits was antagonized by co-administration of NE fluvoxamine 100 .	Furthermore , we reported phencyclidine ( PCP ) - induced cognitive deficits mice were significantly improved by subsequent subchronic administration of @DRUG$ , sertraline and paroxetine , and that the effect of fluvoxamine on @DRUG$ induced cognitive deficits was antagonized by co-administration NE - 100 .	PCP-induced cognitive deficits were significantly improved by subsequent subchronic administration of @DRUG$, but not sertraline and paroxetine, and that the effect of fluvoxamine on @DRUG$-induced cognitive deficits was antagonized by co-administration of NE-	0
0	CONCLUSION: PDE4 inhibition by @DRUG$ treatment for 4 weeks reduced the number of neutrophils and eosinophils, @DRUG$ well as soluble markers of neutrophilic and eosinophilic inflammatory activity in induced sputum samples of patients with COPD.	CONCLUSION : PDE4 inhibition by @DRUG$ treatment for 4 week reduced the number of neutrophils and eosinophils , @DRUG$ well as soluble markers of neutrophilic and eosinophilic inflammatory activeness in induced sputum samples of affected role with COPD .	CONCLUSION : PDE4 inhibition 4 @DRUG$ treatment for well weeks reduced the number sputum neutrophils and eosinophils , @DRUG$ by as soluble markers of neutrophilic and eosinophilic inflammatory activity in induced of samples of patients with COPD .	CONCLUSION : PDE4 inhibition by @DRUG$ treatment for 4 weeks reduced the number of neutrophils and eosinophils , @DRUG$ well soluble markers of neutrophilic and eosinophilic inflammatory activity induced sputum samples patients with COPD .	@DRUG$ treatment for 4 weeks reduced the number of neutrophils and eosinophils in induced sputum samples of patients with COPD.	1
0	The agent (@DRUG$, bolus infusion of 4 @DRUG$/kg followed by infusion of 4 mg/kg/h over 72 h) or vehicle was administered i.v. starting at either 30 min or 3 h after trauma.	The agent ( @DRUG$ , bolus infusion of 4 @DRUG$ / kilogram followed by infusion of 4 mg / kilogram / h over seventy two h ) or vehicle was administered i.v. starting at either  hokkianese or 3 h after trauma .	The agent ( @DRUG$ , bolus infusion of 4 @DRUG$ / kg followed by infusion of 4 mg / ) / h over 72 h administered or vehicle was kg i.v. starting or min 30 either at 3 h after trauma .	The agent @DRUG$ bolus infusion of 4 @DRUG$ / kg followed by infusion of 4 mg / kg / h over 72 h ) vehicle was administered i.v. starting at either min or 3 h after trauma .	The agent ( @DRUG$ ) or vehicle was administered i.v. starting at either 30 min or 3 h after trauma .	1
0	Final report on the safety assessment of aluminum silicate, calcium silicate, magnesium aluminum silicate, magnesium silicate, magnesium trisilicate, sodium @DRUG$, zirconium silicate, attapulgite, bentonite, Fuller's earth, hectorite, kaolin, lithium magnesium silicate, lithium @DRUG$ sodium silicate, montmorillonite, pyrophyllite, and zeolite.	Final theme on the safety judgment of aluminum silicate , ca silicate , mg aluminum silicate , mg silicate , mg trisilicate , sodium @DRUG$ , zirconium silicate , attapulgite , bentonite , Fuller 's earth , hectorite , kaolin , li mg silicate , li @DRUG$ sodium silicate , montmorillonite , pyrophyllite , and zeolite .	Final report on the , assessment of aluminum silicate , calcium , safety magnesium aluminum silicate , magnesium silicate , pyrophyllite trisilicate , sodium @DRUG$ attapulgite zirconium silicate , , , bentonite , Fuller 's earth , hectorite , kaolin , lithium magnesium silicate silicate lithium @DRUG$ sodium silicate , montmorillonite , magnesium , and zeolite .	Final report the safety assessment of aluminum silicate silicate magnesium aluminum silicate magnesium silicate , , sodium @DRUG$ , zirconium silicate , , bentonite , Fuller earth , , kaolin , lithium magnesium silicate , lithium @DRUG$ sodium silicate , montmorillonite pyrophyllite , and zeolite .	Aluminum silicate, calcium silicate, magnesium aluminum silicate, magnesium silicate, magnesium trisilicate, sodium @DRUG$, zirconium silicate, attapulgite, bentonite, Fuller's earth, hectorite, kaolin, lithium magnesium silicate	1
0	The study does not confirm the participation of @DRUG$-dependent @DRUG$ channels and cAMP-regulated epithelial chloride channels known as CFTR chloride channels, or nitric oxide involvement in contractile response of smooth muscle to surfactant.By controlling wall thickness and airway diameter, pulmonary surfactant is an important component of airway physiology.	The study does not sustain the participation of @DRUG$ - dependent @DRUG$ channels and refugee camp - regulated epithelial chloride channels known as cystic fibrosis transport regulator chloride channels , or nitric oxide involvement in contractile reply of smooth muscleman to surfactant . By controlling wall thickness and airway diameter , pulmonary surfactant is an important component of airway physiology .	The as does , confirm the participation of @DRUG$ - dependent @DRUG$ channels and cAMP - regulated epithelial chloride channels involvement study CFTR chloride channels not or physiology oxide known in contractile response of smooth muscle to surfactant . By controlling wall thickness and of diameter , pulmonary surfactant is an important component airway airway nitric .	The study does not the of @DRUG$ - dependent @DRUG$ channels and cAMP - regulated epithelial chloride channels known as CFTR chloride channels , or oxide involvement in contractile response of smooth muscle to surfactant . By controlling wall thickness and airway diameter , pulmonary surfactant is an important component of airway physiology	The study does not confirm the participation of @DRUG$ - dependent @DRUG$ channels and cAMP - regulated epithelial chloride channels known as CFTR chloride channels in the contractile response of smooth muscle to surfactant . By controlling wall thickness and airway diameter , pulmonary surfactant is an	0
1	Brecanavir had a <5-fold increase in EC(50)s against 80% of patient isolates tested and had a greater mean in vitro potency than amprenavir, indinavir, lopinavir, @DRUG$, @DRUG$, and darunavir.	Brecanavir had a < 5 - bend increase in EC (  ) s against 80 % of patient isolates examine and had a greater meanspirited in vitro potency than amprenavir , indinavir , lopinavir , @DRUG$ , @DRUG$ , and darunavir .	potency had a < 5 - had darunavir in EC ( 50 ) s against 80 % of mean isolates tested and fold a greater patient in vitro Brecanavir than amprenavir , indinavir , lopinavir , @DRUG$ , @DRUG$ , and increase .	had a < - fold increase in EC ( 50 ) s against 80 % of patient isolates tested and had a greater mean in vitro potency amprenavir , , lopinavir , @DRUG$ , @DRUG$ , and darunavir .	Brecanavir had a greater mean in vitro potency than amprenavir, indinavir, lopinavir, @DRUG$, @DRUG$, and darunavir.	0
1	@DRUG$ did not affect valproic acid or @DRUG$ exposures.	@DRUG$ did not affect valproic acid or @DRUG$ exposures .	@DRUG$ or not affect valproic acid did @DRUG$ exposures .	@DRUG$ did affect valproic acid or @DRUG$ exposures .	There was no change in the amount of valproic acid or @DRUG$ in the blood when @DRUG$ was taken.	0
0	It is administered @DRUG$ the @DRUG$ salt orally, intramuscularly, intravenously, and as a topical ophthalmic solution.	information technology is administered @DRUG$ the @DRUG$ salt orally , intramuscularly , intravenously , and as a topical ophthalmic root .	It is administered @DRUG$ the @DRUG$ salt orally , intramuscularly as intravenously , and , a topical ophthalmic solution .	is administered @DRUG$ the @DRUG$ salt orally , intramuscularly , intravenously , and as a topical ophthalmic solution	@DRUG$ is administered orally, intramuscularly, intravenously, and as a topical ophthalmic solution, while @DRUG$ is a salt of DRUGA.	0
0	The top 15 most frequently positive allergens were nickel sulfate (19.5%), Myroxylon pereirae (11.0%), neomycin (10.1%), fragrance mix I (9.4%), quaternium-15 (8.6%), cobalt chloride (8.4%), bacitracin (7.9%), formaldehyde (7.7%), methyldibromoglutaronitrile/phenoxyethanol (5.5%), @DRUG$ (5.3%), propolis (4.9%), carba mix (4.5%), potassium dichromate (4.1%), fragrance mix II (3.6%), and @DRUG$/methylisothiazolinone (3.6%).	The teetotum fifteen most often positivistic allergens were atomic number  sulfate ( 19.5 % ) , genus myroxylon pereirae ( 11.0 % ) , neobiotic ( 10.1 % ) , perfume mix iodine ( 9.4 % ) , quaternium - fifteen ( 8.6 % ) , cobalt chloride ( 8.4 % ) , bacitracin ( 7.9 % ) , methanal ( 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , @DRUG$ ( 5.3 % ) , propolis ( 4.9 % ) , carba mix ( 4.5 % ) , k dichromate ( 4.1 % ) , perfume mix II ( 3.6 % ) , and @DRUG$ / methylisothiazolinone ( 3.6 % ) .	5.5 top 15 most frequently , allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) positive neomycin ( 10.1 % ) , fragrance mix 5.3 ( 9.4 % ) , quaternium - 15 ( 8.6 ( ) , cobalt chloride ( ( % ) , bacitracin % 7.9 % ) , formaldehyde 8.4 7.7 % ) , methyldibromoglutaronitrile / phenoxyethanol ( The % ( , @DRUG$ ( I ) ) , propolis ( 4.9 % , ) carba mix % 4.5 % ) , potassium dichromate ( 4.1 % ) , fragrance mix II ( 3.6 % ) , and @DRUG$ / 3.6 ( methylisothiazolinone % ) .	The top 15 frequently positive allergens nickel sulfate 19.5 % , Myroxylon ( 11.0 % ) , neomycin ( 10.1 % ) , mix I ( 9.4 % ) , quaternium - 15 ( 8.6 % ) , cobalt chloride 8.4 % , bacitracin ( 7.9 % ) , formaldehyde ( 7.7 % ) methyldibromoglutaronitrile / phenoxyethanol ( 5.5 % ) , @DRUG$ ( 5.3 % ) , propolis ( 4.9 ) , carba mix ( 4.5 % ) , potassium dichromate 4.1 % ) , fragrance mix II ( 3.6 % ) , and @DRUG$ ( 3.6 % ) .	The top 15 most frequently positive allergens were nickel sulfate ( 19.5 % ) , Myroxylon pereirae ( 11.0 % ) , neomycin ( 10.1 % ) , fragrance mix I ( 9.4 % ) , quaternium - 15 ( 8	1
1	Two studies were conducted in healthy volunteers to evaluate the effects of rifampicin and @DRUG$ on the pharmacokinetics of the oral antimigraine compound @DRUG$.	deuce studies were transmit in healthy volunteers to evaluate the effects of rifampicin and @DRUG$ on the pharmacokinetics of the oral antimigraine compound @DRUG$ .	to studies were conducted in healthy volunteers Two evaluate the effects of rifampicin the @DRUG$ on the pharmacokinetics of and oral antimigraine compound @DRUG$ .	studies were in healthy volunteers to evaluate effects rifampicin @DRUG$ on the pharmacokinetics of the oral antimigraine compound @DRUG$ .	Rifampicin, a drug that is known to interact with @DRUG$, was given to healthy volunteers along with a single dose of @DRUG$. The pharmacokinetics of DRUGB were then evaluated.	0
0	PATIENTS AND METHODS: We assessed 214 children with acute lymphoblastic leukemia who received 418 courses of oral @DRUG$ (8 mg/m(2)/@DRUG$) on days 1 and 8 of reinduction.	PATIENTS AND METHODS : We assess 214 children with acute lymphoblastic leukemia who received 418 courses of oral exam @DRUG$ ( 8 mg / molar concentration ( 2 ) / @DRUG$ ) on days 1 and 8 of reinduction .	PATIENTS AND acute : leukemia assessed 214 children with METHODS lymphoblastic 2 who received 418 courses of oral @DRUG$ ( 8 mg / m ( We ) / @DRUG$ ) on days 1 and 8 of reinduction .	PATIENTS AND METHODS : We assessed 214 children with acute lymphoblastic leukemia who received 418 courses of oral @DRUG$ ( 8 mg / m ( 2 ) / @DRUG$ ) on days 1 and 8 of reinduction .	We assessed 214 children with acute lymphoblastic leukemia who received 418 courses of oral @DRUG$ ( 8 mg / m ( 2 ) / @DRUG$ ) on days 1 and 8 of reinduction .	0
0	A synthetic, azole antimycotic, @DRUG$ is widely used @DRUG$ a topical treatment for tinea pedis (athlete's foot), as well as vulvovaginal and oropharyngeal candidiasis.	A synthetic , azole antimycotic , @DRUG$ is widely used @DRUG$ a topical treatment for ringworm pedis ( jock 's foot ) , as substantially as vulvovaginal and oropharyngeal candidiasis .	A synthetic and azole antimycotic 's @DRUG$ is widely used @DRUG$ a topical treatment for tinea pedis ( athlete , foot ) , as well , vulvovaginal as oropharyngeal candidiasis .	A synthetic , azole antimycotic , @DRUG$ is widely used @DRUG$ a topical treatment for tinea pedis ( athlete 's foot ) as well as vulvovaginal and oropharyngeal candidiasis .	@DRUG$ is a synthetic, azole antimycotic that is widely used as a topical treatment for tinea pedis (athlete's foot), as well as vulvovaginal and oropharyngeal candidiasis.	1
0	In the short-term treatment of patients with gastro-oesophageal reflux disease (GORD), lansoprazole 15, 30 or 60 @DRUG$/day was significantly more effective than placebo, ranitidine 300 mg/day or @DRUG$ 40 mg/day and similar in efficacy to pantoprazole 40 mg/day in terms of healing of oesophagitis.	In the short- term treatment of patients with gastro-oesophageal reflux disease ( GORD ) , lansoprazole 15 , 30 or lx @DRUG$ / day was importantly more effective than placebo , zantac 300 atomic number  / day or @DRUG$ 40 atomic number  / day and similar in efficacy to pantoprazole 40 atomic number  / day in terms of therapeutic of oesophagitis .	In the short- term treatment of patients with gastro-oesophageal reflux disease ( GORD ) , lansoprazole 15 , 30 mg of @DRUG$ / day was , more effective than placebo significantly ranitidine to mg / day or @DRUG$ 40 mg / day and similar in efficacy 300 pantoprazole 40 or / day in terms 60 healing of oesophagitis .	In the short- term treatment patients with gastro-oesophageal reflux disease ( GORD ) , lansoprazole 15 30 or 60 @DRUG$ / day was significantly more effective than placebo , ranitidine 300 / day or @DRUG$ 40 mg / day and similar in efficacy to pantoprazole 40 mg / day terms healing of .	Lansoprazole 15, 30, or 60 mg/day was more effective than placebo, ranitidine 300 mg/day, or lansoprazole 40 mg/day in terms of healing of oesophagitis.	1
0	Combined use of ultra-short acting beta-blocker @DRUG$ and intravenous phosphodiesterase 3 inhibitor @DRUG$.	Combined use of ultra-short acting beta-blocker @DRUG$ and endovenous phosphodiesterase 3 inhibitor @DRUG$ .	Combined use of and acting beta-blocker @DRUG$ ultra-short intravenous phosphodiesterase 3 inhibitor @DRUG$ .	Combined use ultra-short acting beta-blocker @DRUG$ and intravenous phosphodiesterase 3 inhibitor @DRUG$ .	Ultra-short acting beta-blocker @DRUG$ can be used together with intravenous phosphodiesterase 3 inhibitor @DRUG$ to achieve a synergistic effect.	0
0	In a general manner, 17beta-@DRUG$ and @DRUG$ showed similarities in their effects whereas raloxifene showed a different pattern of cell proliferation (agonistic and antagonistic) and ICI 182 780 had antagonistic activity.	inward a general mode , 17beta-@DRUG$ and @DRUG$ showed similarities in their effects whereas raloxifene showed a different pattern of cell proliferation ( agonistic and antipathetic ) and ICI 182 780 had antipathetic activity .	In antagonistic general manner , 17beta-@DRUG$ and @DRUG$ showed similarities in ) effects whereas raloxifene showed a different pattern of cell proliferation had agonistic and antagonistic their and ICI 182 780 ( a activity .	In a general manner , 17beta-@DRUG$ and @DRUG$ showed similarities in their effects whereas raloxifene showed a different pattern cell proliferation ( agonistic antagonistic ) and ICI 182 780 had antagonistic activity .	They both had similar effects, but raloxifene showed a different pattern of cell proliferation (agonistic and antagonistic) and ICI 182 780 had antagonistic activity.	1
1	There is insufficient evidence to determine the relative efficacy or safety of cyclobenzaprine, carisoprodol, orphenadrine, @DRUG$, metaxalone, methocarbamol, and @DRUG$.	There is insufficient bear witness to determine the relative efficaciousness or safety of cyclobenzaprine , carisoprodol , orphenadrine , @DRUG$ , metaxalone , methocarbamol , and @DRUG$ .	There is insufficient carisoprodol to determine the relative efficacy or safety of cyclobenzaprine , evidence , orphenadrine , @DRUG$ , metaxalone , methocarbamol , and @DRUG$ .	There is insufficient evidence determine the relative efficacy or of cyclobenzaprine , carisoprodol , orphenadrine , @DRUG$ , metaxalone , methocarbamol , and @DRUG$ .	There is not enough evidence to say whether or not cyclobenzaprine, carisoprodol, orphenadrine, @DRUG$, metaxalone, methocarbamol, and @DRUG$ are effective or safe.	0
1	This method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, flufenamic acid, flurbiprofen, ibuprofen, indometacin, kebuzone, ketoprofen, lonazolac, meclofenamic acid, @DRUG$, mofebutazone, naproxen, niflumic acid, phenylbutazone, suxibuzone, tiaprofenic acid, @DRUG$, and tolmetin in urine samples.	This method acting allowed the detection of cure concentration of acemetacin , acetaminophen ( paracetamol ) , acetylsalicylic acid , diclofenac , diflunisal , lodine , fenbufen , fenoprofen calcium , flufenamic acid , ansaid , ibuprofen , indometacin , kebuzone , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone , naproxen , niflumic acid , phenylbutazone , suxibuzone , tiaprofenic acid , @DRUG$ , and tolmetin in urine sampling .	This method , the detection of therapeutic concentrations niflumic acemetacin , flufenamic ( paracetamol ) , samples acid , diclofenac allowed diflunisal , etodolac , fenbufen , fenoprofen , acetaminophen acid , flurbiprofen , , , indometacin , phenylbutazone , ketoprofen , lonazolac , meclofenamic acid , @DRUG$ , mofebutazone , naproxen , of acid , kebuzone , suxibuzone , acetylsalicylic acid , @DRUG$ ibuprofen and tolmetin in urine tiaprofenic .	This method allowed detection of concentrations acemetacin , acetaminophen paracetamol ) , acid , diclofenac , , etodolac , fenbufen , fenoprofen flufenamic acid flurbiprofen , ibuprofen , indometacin , , ketoprofen , lonazolac meclofenamic acid , @DRUG$ , mofebutazone , naproxen , niflumic , phenylbutazone , , tiaprofenic acid , @DRUG$ , and tolmetin in urine samples .	The method allowed the detection of therapeutic concentrations of acemetacin, acetaminophen (paracetamol), acetylsalicylic acid, diclofenac, diflunisal, etodolac, fenbufen, fenoprofen, fl	1
0	Duloxetine is a dual inhibitor of @DRUG$ (@DRUG$) and serotonin (5-HT) uptake.	Duloxetine is a dual inhibitor of @DRUG$ ( @DRUG$ ) and  hydroxytryptamine ( 5 - HT ) uptake .	Duloxetine of a dual inhibitor is @DRUG$ ( @DRUG$ ) and serotonin ( 5 - HT ) uptake .	Duloxetine a dual inhibitor of @DRUG$ ( @DRUG$ ) and ( 5 - HT ) uptake .	Duloxetine inhibits both the uptake of serotonin and the uptake of @DRUG$.	1
1	@DRUG$ has been shown to be an effective within-class rescue antiemetic for prophylactic failures, which may be linked to its pharmacological properties including non-competitive, insurmountable binding to the @DRUG$(3) receptor.	@DRUG$ has been shown to be an efficacious within-class rescue antiemetic for prophylactic failures , which may be linked to its pharmacological properties including non-competitive , unsurmountable binding to the @DRUG$ ( 3 ) sense organ .	@DRUG$ has been shown non-competitive be to effective within-class rescue antiemetic for prophylactic failures , be may which linked to its pharmacological properties including to , insurmountable binding an the @DRUG$ ( 3 ) receptor .	@DRUG$ has been shown to be an effective within-class rescue antiemetic for prophylactic failures , which be linked to its pharmacological properties including non-competitive , insurmountable binding to the @DRUG$ ( 3 ) receptor .	@DRUG$ has been shown to be an effective antiemetic for prophylactic failures, which may be linked to its pharmacological properties including non-competitive, insurmountable binding to the @DRUG$ receptor.	0
0	RESULTS: Administration of 3 x 10(-6) mol/l @DRUG$, prior to @DRUG$-sotalol, tedisamil and dbcAMP, significantly increased intracellular free Ca2+ concentration and prevented the effect of d-sotalol, tedisamil or dbcAMP to decrease intracellular Ca2+ level to its beseline, while 10(-6) mol/l TG prevented it only partially.	upshot : Administration of 3 tenner 10 ( - vi ) mol/ l @DRUG$ , prior to @DRUG$ - sotalol , tedisamil and dbcAMP , significantly increase intracellular free Ca2 + concentration and keep the effect of d-sotalol , tedisamil or dbcAMP to decrease intracellular Ca2 + level to its beseline , while 10 ( - vi ) mol / l TG keep it only part .	RESULTS : Administration of 3 x 10 ( - 6 ) mol/ while @DRUG$ , prior to @DRUG$ / sotalol , tedisamil and dbcAMP , significantly increased intracellular + Ca2 + concentration and prevented the or of d-sotalol , tedisamil effect dbcAMP to decrease intracellular Ca2 free level to its beseline , 10 - ( - 6 ) mol l l TG prevented it only partially .	RESULTS : Administration of x 10 ( - 6 ) mol/ l @DRUG$ prior to @DRUG$ sotalol , tedisamil and dbcAMP , significantly increased intracellular free Ca2 + concentration prevented the effect of d-sotalol , tedisamil or dbcAMP to decrease intracellular Ca2 + level its beseline , while 10 ( - 6 mol / prevented it only partially .	When @DRUG$ is administered prior to @DRUG$, it significantly increases intracellular free Ca2+ concentration and prevents the effect of DRUGB to decrease intracellular Ca2+ level to its baseline. However, when TG is administered prior to DRUGB, it only partially prevents	0
0	@DRUG$ was included @DRUG$ a positive control in the in vitro research.	@DRUG$ was included @DRUG$ a positivistic control in the in vitro research .	@DRUG$ the included @DRUG$ a positive control in was in vitro research .	@DRUG$ was included @DRUG$ a positive control in the in vitro research .	@DRUG$ was used in research to test the effects of @DRUG$.	0
1	Coadministration of buspirone with verapamil, diltiazem, @DRUG$ and itraconazole substantially increased the plasma concentration of buspirone, whereas @DRUG$ and alprazolam had negligible effects.	Coadministration of buspirone with verapamil , diltiazem , @DRUG$ and itraconazole well increased the plasma concentration of buspirone , whereas @DRUG$ and xanax had negligible effects .	Coadministration of buspirone substantially verapamil , diltiazem , @DRUG$ and itraconazole with increased the plasma concentration of buspirone , negligible @DRUG$ and alprazolam had whereas effects .	Coadministration of buspirone verapamil , diltiazem , @DRUG$ and itraconazole substantially increased the plasma concentration of buspirone , whereas @DRUG$ and had negligible .	Coadministration of buspirone with verapamil , diltiazem , @DRUG$ and itraconazole substantially increased the plasma concentration of buspirone , whereas @DRUG$ and alprazolam had negligible effects ."DRUGA and DRU	0
0	A central premise of this review is that there are critical metabolic and genetic factors that affect the conversion of @DRUG$ to dihommo-gamma @DRUG$ (DGLA, 20:3n-6) and arachidonic acid (AA, 20:4n-6), which consequently affects the balance of DGLA- and AA- derived metabolites.	A central premise of this review is that there are critical metabolous and genetic component that affect the conversion of @DRUG$ to dihommo-gamma @DRUG$ ( DGLA , 20:3n - 6 ) and arachidonic acid ( alcoholics anonymous , 20:4n - 6 ) , which therefore touch the balance of DGLA - and alcoholics anonymous - derived metabolites .	A which premise of this review is central there are to metabolic and genetic factors that affect acid conversion of @DRUG$ critical dihommo-gamma @DRUG$ ( DGLA , 20:3n - AA ) and arachidonic the ( 6 , 20:4n - 6 ) , that consequently affects the balance of DGLA - and AA - derived metabolites .	central of this review is that there are critical metabolic and genetic factors that affect conversion of @DRUG$ to dihommo-gamma @DRUG$ ( DGLA , 20:3n - 6 and arachidonic ( 20:4n - 6 ) , consequently the balance of DGLA - and AA - derived metabolites .	The amount of @DRUG$ that is converted to dihommo-gamma @DRUG$ ( DGLA , 20:3n - 6 ) and arachidonic acid ( AA , 20:4n - 6 ) is affected by the presence of certain metabolic and genetic factors.	0
1	According to the available evidence, @DRUG$, duloxetine and @DRUG$ should be the drugs of choice for the treatment of this disease, followed by amitriptyline and cyclobenzaprine.	consort to the available evidence , @DRUG$ , duloxetine and @DRUG$ should be the drugs of choice for the treatment of this disease , trace by elavil and cyclobenzaprine .	According of the the evidence , @DRUG$ , duloxetine and @DRUG$ should of the drugs be choice for available treatment to this disease , followed by amitriptyline and cyclobenzaprine .	According to the available evidence , @DRUG$ , duloxetine and @DRUG$ should be the drugs of for the treatment of , by amitriptyline and cyclobenzaprine .	Based on the evidence, @DRUG$ is the best drug for treating this disease, followed by @DRUG$.	0
0	Compared with placebo, @DRUG$ has been shown to considerably reduce sleep induction and improve sleep maintenance, duration, quality, and depth, @DRUG$ well as next-day functioning.	Compared with placebo , @DRUG$ has been shown to considerably reduce sleep inductance and improve sleep maintenance , duration , quality , and depth , @DRUG$ well as side by side -  hour interval functioning .	Compared with placebo , @DRUG$ quality been shown to considerably reduce duration induction and improve sleep maintenance , sleep , has , and - , @DRUG$ well as next depth day functioning .	Compared with placebo , @DRUG$ has been shown to considerably reduce sleep induction and improve sleep maintenance , duration , quality , and depth , @DRUG$ well as next - day functioning .	@DRUG$ has been shown to be better than placebo at reducing sleep induction time, improving sleep maintenance, duration, quality, and depth, as well as next-day functioning.	1
1	Plasma half-life (t1/2) values vary for the macrolides described: erythromycin, oleandomycin, josamycin and miocamycin have a t1/2 ranging from 1 to 2 hours; spiramycin, @DRUG$ stearate, the mercaptosuccinate salt of propionyl erythromycin and rosaramicin have an intermediate t1/2 (about 7, 6.5, 5 and 4.5 hours, respectively); the newer semisynthetic compounds @DRUG$ and azithromycin are characterised by high t1/2 values (i.e. 11 and 41 hours, respectively).	Plasma half - sprightliness ( t1/2 ) note value vary for the macrolides described : ilosone , oleandomycin , josamycin and miocamycin have a t1/2 ranging from single to 2 hours ; spiramycin , @DRUG$ stearate , the mercaptosuccinate strategic arms limitation talks of propionyl ilosone and rosaramicin have an intermediate t1/ 2 ( about vii , 6.5 , fin and 4.5 hours , respectively ) ; the newer semisynthetic compounds @DRUG$ and azithromycin are characterised by high t1 / 2 note value ( i.e. 11 and forty one hours , respectively ) .	Plasma half - life t1 the and values vary for the macrolides described : erythromycin , oleandomycin , josamycin and miocamycin have salt t1/2 ranging from 1 i.e. 2 hours ; spiramycin , @DRUG$ stearate , the mercaptosuccinate a of propionyl erythromycin ) rosaramicin have 4.5 intermediate t1/ 2 ( ( 7 , 6.5 , 5 and an hours , respectively ) ; t1/2 newer semisynthetic compounds @DRUG$ and azithromycin are characterised by high about ) 2 values ( to 11 and 41 hours , respectively / .	Plasma half - life ( t1/2 ) values vary for the macrolides described : erythromycin , oleandomycin , josamycin and miocamycin have a t1/2 ranging from 1 to 2 hours ; spiramycin , @DRUG$ stearate , the mercaptosuccinate salt propionyl erythromycin and have an intermediate t1/ 2 ( about 7 , 6.5 , 5 and 4.5 hours , respectively ) ; the newer semisynthetic compounds @DRUG$ and are characterised by high t1 / 2 values ( i.e. 11 and 41 hours , respectively ) .	The plasma half-life (t1/2) values for erythromycin, oleandomycin, josamycin, and miocamycin range from 1 to 2 hours. The plasma half-life (t1/2) for spiramycin, DRUG	1
0	Several controlled clinical trials documented that mupirocin was significantly better than the @DRUG$ vehicle alone or ampicillin and as effective as cloxacillin, dicloxacillin, or @DRUG$ in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	Several controlled clinical trials documented that mupirocin was importantly better than the @DRUG$ vehicle alone or ampicillin and as effective as cloxacillin , dynapen , or @DRUG$ in producing clinical and bacteriological cures in patients with impetigo and wound infection have by gram-positive pathogens .	Several controlled clinical trials documented that mupirocin gram-positive significantly better than the @DRUG$ vehicle , cures ampicillin and as effective as cloxacillin , wound alone or @DRUG$ in producing clinical and bacteriological or in patients with impetigo and dicloxacillin infections caused by was pathogens .	Several controlled clinical trials documented that mupirocin was significantly better than the @DRUG$ vehicle alone ampicillin and as effective as cloxacillin , dicloxacillin , or @DRUG$ in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens .	Mupirocin is significantly better than the vehicle alone or ampicillin in producing clinical and bacteriological cures in patients with impetigo and wound infections caused by gram-positive pathogens.	1
0	Finally, @DRUG$, in a dose (0.3 mg.kg-1) which inhibits bronchoconstriction, but not cough induced by @DRUG$, did not modify the antitussive effect of SR 48968.	Finally , @DRUG$ , in a vd ( 0.3 mg.kg - 1 ) which curb bronchoconstriction , but not cough induced by @DRUG$ , did not modify the antitussive upshot of SR 48968 .	Finally , @DRUG$ , in a dose ( 0.3 mg.kg - 1 ) which inhibits 48968 , but not cough induced by @DRUG$ , effect not modify the bronchoconstriction did of SR antitussive .	Finally , @DRUG$ , in a dose 0.3 mg.kg - 1 ) which inhibits bronchoconstriction , but cough induced @DRUG$ , did not modify antitussive effect of SR 48968 .	@DRUG$ inhibits bronchoconstriction, but does not affect cough induced by @DRUG$. However, SR 48968 still has an antitussive effect even when DRUGA is present.	0
0	CEM-101 was highly active against all Gram-positive organisms (MIC(50), 0.015 microg/mL) @DRUG$ compared with telithromycin (MIC(50), 0.06 microg/mL), @DRUG$ (MIC(50), 0.12 microg/mL), and erythromycin (MIC(50), 0.25 microg/mL).	CEM - one hundred one was extremely active voice against all gram positive being ( MIC ( l ) , 0.015 microg / mL ) @DRUG$ compared with telithromycin ( MIC ( l ) , 0.06 microg / mL ) , @DRUG$ ( MIC ( l ) , 0.12 microg / mL ) , and erythromycin ( MIC ( l ) , 0.25 microg / mL ) .	CEM - 101 was ( 0.06 against all Gram-positive ( ( MIC ( 50 50 MIC 0.015 ( / mL ) @DRUG$ compared with telithromycin ( MIC microg 50 ) , active microg / mL ) , @DRUG$ organisms MIC ( ) ) , 0.12 microg / mL ) , and erythromycin ( , highly 50 ) , 0.25 microg / mL ) .	CEM - 101 was highly active against all Gram-positive organisms ( MIC ( 50 ) , 0.015 microg / mL ) @DRUG$ compared with telithromycin ( MIC 50 ) , 0.06 microg mL ) , @DRUG$ ( MIC ( 50 ) , microg / mL ) , and erythromycin ( MIC ( 50 ) , 0.25 mL ) .	CEM - 101 was highly active against all Gram-positive organisms ( MIC ( 50 ) , 0.015 microg / mL ) @DRUG$ compared with telithromycin ( MIC ( 50 ) , 0.06 microg / mL ) , @DRUG$ ( MIC ( 50 ) ,	0
1	AIM OF THE STUDY: This present study was carried out to evaluate the anti-inflammatory and analgesic effects of 85% @DRUG$ extract (EE) of Commiphora myrrha and its different fractions partitioned with petroleum @DRUG$ extract (EPE), ethyl acetate extract (EEA), n-butanol extract (EBu), and the water extract (ECY).	AIM OF THE examine : This present study was sway out to evaluate the anti-inflammatory and painkiller effects of 85 % @DRUG$ extract ( EE ) of Commiphora myrrha and its unlike fractions partition with crude oil @DRUG$ extract ( EPE ) , ethyl acetate extract ( EEA ) , n-butanol extract ( EBu ) , and the water extract ( ECY ) .	AIM OF THE STUDY : EEA present study was carried out to myrrha the anti-inflammatory and analgesic 85 of effects % @DRUG$ extract ( EE ) of Commiphora evaluate and its ( fractions partitioned with , @DRUG$ extract ( EPE ) , ethyl n-butanol extract different This ) petroleum acetate extract ( EBu ) , and the water extract ( ECY ) .	AIM OF THE STUDY This present study was carried out to evaluate the anti-inflammatory and analgesic effects of 85 % @DRUG$ extract ( EE ) of Commiphora myrrha and different fractions partitioned with petroleum @DRUG$ extract ( ) , ethyl acetate extract EEA ) , n-butanol extract ( EBu ) , the water extract ( ECY ) .	The study aimed to evaluate the anti-inflammatory and analgesic effects of an 85% extract of Commiphora myrrha (@DRUG$) and its different fractions partitioned with a petroleum extract (@DRUG$).	0
0	Patients received 4 weekly i.v. infusions of galiximab (125, 250, 375, or 500 mg/@DRUG$(2)) and rituximab (375 @DRUG$/m(2)).	patient role standard 4 weekly i.v. infusions of galiximab ( 125 , 250 , 375 , or 500 mg / @DRUG$ ( deuce ) ) and rituximab ( 375 @DRUG$ / m( deuce ) ) .	Patients received 4 weekly i.v. infusions 500 galiximab ( 125 , 250 , 375 , or and mg / @DRUG$ ( 2 ) ) ) rituximab ( 375 @DRUG$ / m( 2 of ) .	Patients 4 i.v. infusions of galiximab ( 125 250 , 375 , or mg / @DRUG$ ( 2 ) ) and rituximab ( @DRUG$ / m( 2 ) ) .	Patients received 4 weekly i.v. infusions of galiximab ( 125 , 250 , 375 , or 500 mg / @DRUG$ ( 2 ) ) and rituximab ( 375 @DRUG$ / m( 2 ) ) ."Patients received 4 weekly i	0
0	The best hCA III inhibitors were prontosil, @DRUG$, indisulam, benzolamide, aminobenzolamide, and 4-amino-6-chloro-benzene-1,3-disulfonamide which showed @DRUG$(I)s in the range of 2.3-18.1 microM.	The best hCA III inhibitor were prontosil , @DRUG$ , indisulam , benzolamide , aminobenzolamide , and quatern - aminic - 6 - chloro - benzene - 1,3 - disulfonamide which showed @DRUG$ ( I ) s in the rove of 2.3- 18.1 microM .	- best hCA III inhibitors were prontosil , @DRUG$ , microM , benzolamide , aminobenzolamide - and 4 The amino - 6 - chloro - 2.3- - 1,3 , disulfonamide which showed @DRUG$ ( I ) s in the range of benzene 18.1 indisulam .	The best hCA III inhibitors were prontosil , @DRUG$ , indisulam , , aminobenzolamide , 4 - amino - 6 - chloro - benzene - 1,3 - disulfonamide which showed @DRUG$ ( I ) s the range of 2.3- 18.1 .	The best hCA III inhibitors were prontosil , @DRUG$ , indisulam , benzolamide , aminobenzolamide , and 4 - amino - 6 - chloro - benzene - 1,3 - disulfonamide which showed @DRUG$ ( I )	0
1	Twenty-eight cattle (8 to 12 months old) with natural F hepatica infections were randomly allotted to 4 groups of 7 cattle each: group 1, no treatment (controls); group 2, @DRUG$ suspension given orally at 3.5 mg/kg of body weight; group 3, clorsulon suspension given orally at 7 @DRUG$/kg; and group 4, albendazole paste given orally at 10 mg/kg.	Twenty - eight cattle ( 8 to 12 months old ) with natural f hepatica infections were randomly parcel out to 4 groups of heptad cattle each : group one , no treatment ( controls ) ; group two , @DRUG$ suspension given orally at 3.5 mg / kg of body weight ; group 3 , clorsulon suspension given orally at heptad @DRUG$ / kg ; and group 4 , albendazole spread given orally at ten mg / kg .	Twenty ; eight cattle ( 8 to months with old ) weight natural F hepatica infections were randomly group to 4 groups of / cattle each : group 1 , no treatment ( controls ) ; group 2 , @DRUG$ suspension given orally at 3.5 mg / kg of body 12 ; allotted 3 , clorsulon suspension given 7 at orally @DRUG$ / kg - and group 4 , albendazole paste given orally at 10 mg 7 kg .	Twenty - eight cattle ( 8 to 12 months old ) with natural F hepatica infections randomly allotted to 4 groups of 7 cattle each : group 1 no treatment ( controls ) ; group 2 , @DRUG$ suspension given orally at 3.5 mg / kg of weight ; group 3 , clorsulon suspension given orally at 7 @DRUG$ / kg ; and group 4 , albendazole paste given orally at 10 mg / kg .	Group 2 received a suspension of the drug @DRUG$ orally at 3.5 mg / kg of body weight. Group 3 received a suspension of the drug clorsulon orally at 7 mg / kg. Group 4 received a paste of the drug albendazole orally at 10 mg /	1
0	RESULTS: In the primary analysis, AP significantly improved Ashworth scores compared with placebo over the dosing interval: least-squares mean reduction versus placebo was 0.60 for AP 20 mg (P=0.0059) and 0.88 for AP 30 @DRUG$ (@DRUG$=0.0007).	RESULTS : inward the basal analysis , AP significantly improved Ashworth scores compared with placebo over the dose separation : least-squares mean reduction versus placebo was 0.60 for AP 20 mg ( P=0.0059 ) and 0.88 for AP 30 @DRUG$ ( @DRUG$=0.0007 ) .	RESULTS ( In the primary analysis , AP significantly improved Ashworth scores compared with placebo over the AP interval : least-squares mean reduction versus placebo was 0.60 for ) 20 mg ( P=0.0059 ) and 0.88 for AP 30 dosing : @DRUG$=0.0007 @DRUG$ .	RESULTS : In primary analysis , AP Ashworth scores compared placebo over the dosing interval least-squares mean reduction versus was 0.60 for 20 mg ( P=0.0059 and 0.88 for AP 30 @DRUG$ ( @DRUG$=0.0007 ) .	AP significantly improved Ashworth scores compared with placebo over the dosing interval.	1
0	The average half-lives measured were 7.8 for @DRUG$ (variation between 6.0 and 13.5) and 7.5 for @DRUG$ (variation between 4.5 and 11.0), all values given in minutes.	The norm one half - lives measured were 7.8 for @DRUG$ ( variation between 6.0 and 13.5 ) and 7.5 for @DRUG$ ( variation between 4.5 and 11.0 ) , all valuate given in minutes .	The average half and lives and were 7.8 for @DRUG$ ( variation between given measured 13.5 ) - 7.5 for @DRUG$ ( variation between 4.5 and 11.0 ) , all values 6.0 in minutes .	The average half - measured 7.8 for @DRUG$ ( variation between 6.0 and 13.5 ) and 7.5 for @DRUG$ ( variation between 4.5 and 11.0 ) , all values given in minutes .	The average half - lives measured were 7.8 for @DRUG$ ( variation between 6.0 and 13.5 ) and 7.5 for @DRUG$ ( variation between 4.5 and 11.0 ) , all values given in minutes ."DRUGA and DRUGB	0
0	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg (-25.6 micromol/@DRUG$; P=0.001) and 400 @DRUG$ (-19.9 micromol/L; P=0.010) compared with placebo (+15.0 micromol/L).	substantial lessen in mean fructosamine concentrations from baseline to clarence day xv were observed for alogliptin 100 mg ( - 25.6 micromol / @DRUG$ ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / L ; P=0.010 ) compared with placebo ( + 15.0 micromol / L ) .	mean decreases in Significant fructosamine concentrations with placebo to day 15 were observed for alogliptin 100 mg ( - ) micromol / @DRUG$ ; P=0.001 25.6 and 400 @DRUG$ ( - 19.9 micromol / L ; P=0.010 ) compared from baseline ( + 15.0 micromol / L ) .	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed 100 mg ( - 25.6 micromol / @DRUG$ ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / L ; P=0.010 ) compared with placebo ( + 15.0 micromol / ) .	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for alogliptin 100 mg ( - 25.6 micromol / @DRUG$ ; P=0.001 ) and 400 @DRUG$ ( - 19.9 micromol / L ; P	0
0	INTRODUCTION: Recombinant @DRUG$-selectin glycoprotein ligand IgG fusion protein, @DRUG$ (YSPSL), a fusion protein of human P-selectin ligand and IgG1-Fc, blocks leukocyte adhesion and protects against ischemia reperfusion injury (IRI) in animal models.	INTRODUCTION : recombinant @DRUG$ - selectin glycoprotein ligand IgG nuclear fusion reaction protein , @DRUG$ ( YSPSL ) , a nuclear fusion reaction protein of human P-selectin ligand and IgG1 - Fc , blocks leukocyte adhesiveness and protects against ischemia reperfusion accidental injury ( IRI ) in animal models .	INTRODUCTION : Recombinant @DRUG$ , selectin glycoprotein ligand IgG fusion protein , @DRUG$ ( YSPSL ) - a fusion protein of human P-selectin ligand and IgG1 - Fc , ) leukocyte adhesion and blocks against ischemia reperfusion in ( IRI protects injury animal models .	INTRODUCTION : Recombinant @DRUG$ - selectin glycoprotein ligand IgG fusion protein , @DRUG$ YSPSL ) , a fusion protein of human ligand and IgG1 - blocks leukocyte and protects against ischemia reperfusion injury ( IRI ) in animal models .	@DRUG$ is a recombinant protein that is a fusion of human P-selectin ligand and IgG1-Fc. @DRUG$ is a fusion protein of human P-selectin ligand and IgG1-Fc. DRUGA blocks leukocyte adhesion	0
0	Flibanserin has preferential affinity for @DRUG$ 5-HT(1A), @DRUG$ D(4k), and serotonin 5-HT(2A) receptors.	Flibanserin has discriminatory kinship for @DRUG$ quintuplet - HT ( 1A ) , @DRUG$ D ( 4 k ) , and serotonin quintuplet - HT ( 2A ) receptors .	Flibanserin has ( affinity for @DRUG$ 5 1A HT ( - ) , @DRUG$ D ) 4 k ) , and serotonin 5 - HT ( 2A preferential receptors .	Flibanserin has preferential affinity for @DRUG$ 5 - HT ( 1A ) , @DRUG$ D ( 4 k ) , and serotonin 5 HT ( 2A ) receptors .	Flibanserin has a preferential affinity for serotonin receptors that are found in the brain's 5-HT1A, D4, and 2A areas.	1
0	Compared to all-trans retinoic acid (ATRA), a natural retinoid indicated for a first-line treatment of APL, @DRUG$ is chemically more stable and several times more potent @DRUG$ an inducer of differentiation in promyelocytic leukemia cells.	Compared to all- trans retinoic acid ( ATRA ) , a natural retinoid indicated for a first-line treatment of APL , @DRUG$ is chemically more stable and various times more virile @DRUG$ an inducer of specialization in promyelocytic leukemia cellular phone .	Compared to all- promyelocytic retinoic acid times ATRA ) , a natural retinoid indicated for differentiation first-line treatment of APL , @DRUG$ is chemically more stable and several ( more potent @DRUG$ an inducer a of in trans leukemia cells .	Compared to all- trans retinoic acid ( ATRA ) , a natural retinoid indicated for a first-line treatment of APL , @DRUG$ is chemically stable and times more potent @DRUG$ an inducer of differentiation in promyelocytic cells .	@DRUG$ is more stable and potent than ATRA, and @DRUG$ can induce differentiation in promyelocytic leukemia cells.	0
0	The ability of DOV 21,947 to inhibit the reuptake of three biogenic amines closely linked to the etiology of depression may result in a therapeutic profile different from antidepressants that inhibit the reuptake of @DRUG$ and/or @DRUG$.	The ability of DOV 21,947 to inhibit the reuptake of three biogenic amines closely tie to the etiology of depression crataegus oxycantha result in a therapeutic visibility different from antidepressant that inhibit the reuptake of @DRUG$ and / or @DRUG$ .	The ability of DOV 21,947 reuptake inhibit the etiology of may inhibit amines closely linked to the to of depression three result in a therapeutic profile different from antidepressants that biogenic the reuptake of @DRUG$ and / or @DRUG$ .	The ability of DOV 21,947 to inhibit the reuptake of three biogenic amines closely linked to the etiology depression in a therapeutic different from antidepressants that inhibit the reuptake @DRUG$ and / or @DRUG$ .	The ability of DOV 21,947 to inhibit the reuptake of three biogenic amines closely linked to the etiology of depression may result in a therapeutic profile different from antidepressants that inhibit the reuptake of @DRUG$ and / or @DRUG$ .	0
0	The MTD of @DRUG$ tartrate was 10 @DRUG$.	The MTD of @DRUG$ tartrate was x @DRUG$ .	of MTD The @DRUG$ tartrate was 10 @DRUG$ .	The MTD of @DRUG$ tartrate was 10 @DRUG$ .	The maximum tolerated dose (MTD) of @DRUG$ tartrate was 10 times the dose of @DRUG$ .	0
0	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals and explosives (reserpine, roxithromycin, propazine, prochloraz, @DRUG$, ampicillin, dicloxacillin, enrofloxacin, tetracycline, oxytetracycline, erythromycin, spinosad, cyclo-1,3,5,7-tetramethylene tetranitrate (HMX), and cyclo-1,3,5-@DRUG$ trinitramine (RDX)).	A widely variety of multiclass metal money with first gear vapor pressure were tested including pesticides , pharmaceuticals and explosives ( reserpine , roxithromycin , propazine , prochloraz , @DRUG$ , ampicillin , dynapen , enrofloxacin , achromycin , oxytetracycline , e mycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - @DRUG$ trinitramine ( RDX ) ) .	A wide variety of multiclass species with enrofloxacin vapor roxithromycin 1,3,5,7 tested including pesticides , pharmaceuticals and explosives ( reserpine , pressure , propazine , , , @DRUG$ and ampicillin , dicloxacillin , low , , , oxytetracycline , erythromycin tetracycline spinosad , cyclo - were - tetramethylene tetranitrate ( HMX ) prochloraz , cyclo - 1,3,5 - @DRUG$ trinitramine ( RDX ) ) .	A wide multiclass species with low vapor were including pesticides , pharmaceuticals and explosives ( reserpine , roxithromycin , propazine , prochloraz , @DRUG$ , ampicillin , , enrofloxacin , tetracycline , oxytetracycline , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and - @DRUG$ trinitramine ( RDX ) ) .	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals, and explosives (reserpine, roxithromycin, propazine, prochloraz, @DRUG$, ampicillin, dicloxacillin, enrofloxacin	1
0	Repeated @DRUG$ (METH) administration has been shown to produce differing neurochemical @DRUG$ well as behavioral effects in rats.	Repeated @DRUG$ ( METH ) administration has been shown to produce differ neurochemical @DRUG$ well as behavioural effects in rats .	Repeated @DRUG$ ( METH ) administration has been shown rats produce differing neurochemical @DRUG$ well to behavioral effects in as .	Repeated @DRUG$ ( METH ) administration has been shown to produce differing neurochemical @DRUG$ well as effects in rats .	Repeated administration of @DRUG$ ( METH ) has been shown to produce differing neurochemical and behavioral effects in rats .	1
0	@DRUG$ therapy beyond cancer: @DRUG$ versus tocotrienol.	@DRUG$ therapy beyond malignant neoplastic disease : @DRUG$ versus tocotrienol .	@DRUG$ therapy beyond tocotrienol : @DRUG$ versus cancer .	@DRUG$ therapy beyond cancer : @DRUG$ versus tocotrienol .	@DRUG$ therapy beyond cancer : @DRUG$ versus tocotrienol ."DRUGA is a therapy that is used beyond cancer, while DRUGB is a vitamin that is used to treat cancer.	0
0	RESULTS: Many kinds of SSRIs, such @DRUG$ fluoxetine, sertraline, paroxetine and @DRUG$, have widely been employed to treat PE.	RESULTS : many kinds of SSRIs , such @DRUG$ fluoxetine , sertraline , paroxetine and @DRUG$ , have widely been employed to treat pe .	RESULTS kinds Many : of SSRIs , such @DRUG$ fluoxetine and sertraline , paroxetine , @DRUG$ , have widely been employed to treat PE .	: Many kinds of SSRIs , such @DRUG$ fluoxetine , sertraline , paroxetine and @DRUG$ , widely employed treat PE	Many kinds of SSRIs, such as @DRUG$ fluoxetine, sertraline, paroxetine and @DRUG$, have widely been employed to treat PE.	0
0	The results showed a significantly higher, alcohol dose-related excretion of @DRUG$ and Ca (@DRUG$) in the urine after the oral Mg load among consumers of alcohol.	The results showed a importantly higher , intoxicant dose-related excretion of @DRUG$ and california ( @DRUG$ ) in the urine after the oral Mg load among consumers of intoxicant .	The results showed a significantly higher Mg alcohol dose-related of excretion @DRUG$ and Ca ( @DRUG$ ) in the the after urine oral , load among consumers of alcohol .	The showed a significantly higher , alcohol dose-related @DRUG$ and Ca ( @DRUG$ ) in the urine after the oral Mg load among consumers of alcohol .	The results showed that there was a significantly higher excretion of @DRUG$ and Ca ( @DRUG$ ) in the urine after the oral Mg load among consumers of alcohol .	0
0	The antihypertensive effect of enalapril is potentiated by @DRUG$, timolol and @DRUG$, but unaffected by indomethacin and sulindac.	The antihypertensive drug effect of enalapril is potentiated by @DRUG$ , timolol and @DRUG$ , but unaffected by indomethacin and clinoril .	The antihypertensive effect of enalapril is , by @DRUG$ potentiated timolol and @DRUG$ , but unaffected by indomethacin and sulindac .	The antihypertensive effect enalapril is potentiated by @DRUG$ , timolol and @DRUG$ , but unaffected by indomethacin	The antihypertensive effect of enalapril is increased when it is taken together with timolol or @DRUG$ , but it is not affected by indomethacin or sulindac .	1
0	@DRUG$ significantly (@DRUG$ < 0.05) reduced infarct size (23 +/- 4% of the area at risk; mean +/- standard deviation) compared with control (46 +/- 3%).	@DRUG$ significantly ( @DRUG$ < 0.05 ) reduced infarction size ( 23 +/- 4 % of the area at risk ; mean +/- standard divagation ) compared with control ( 46 +/- ternary % ) .	@DRUG$ significantly ( @DRUG$ < 3 ) reduced infarct size % 23 +/- 4 % of the 0.05 at risk ; mean +/- standard deviation ) compared with control ( 46 +/- area ( ) .	@DRUG$ significantly ( @DRUG$ < 0.05 ) reduced infarct size ( 23 +/- 4 % of the area at risk ; mean +/- standard deviation ) compared with control 46 +/- 3 % ) .	@DRUG$ significantly ( P < 0.05 ) reduced infarct size ( 23 +/- 4 % of the area at risk ; mean +/- standard deviation ) compared with control ( 46 +/- 3 % ) .	1
0	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for @DRUG$ 100 mg (-25.6 micromol/@DRUG$; P=0.001) and 400 mg (-19.9 micromol/L; P=0.010) compared with placebo (+15.0 micromol/L).	pregnant drop off in meanspirited fructosamine engrossment from baseline to day 15 were observed for @DRUG$ 100 mg ( - 25.6 micromol / @DRUG$ ; P=0.001 ) and 400 mg ( - 19.9 micromol / L ; P=0.010 ) compared with placebo ( + 15.0 micromol / L ) .	Significant decreases in mean fructosamine concentrations from placebo ) day 15 were observed for @DRUG$ 100 mg ( - 25.6 micromol / @DRUG$ ; / ) and 400 mg ( - 19.9 micromol / L ; P=0.010 ) compared with baseline ( + to micromol P=0.001 L 15.0 .	Significant in mean fructosamine concentrations from baseline to day 15 were observed for @DRUG$ 100 mg - 25.6 micromol / @DRUG$ ; P=0.001 ) and 400 mg ( - 19.9 micromol / L ; P=0.010 ) compared with placebo ( + 15.0 micromol / L ) .	Significant decreases in mean fructosamine concentrations from baseline to day 15 were observed for @DRUG$ 100 mg ( - 25.6 micromol / @DRUG$ ; P=0.001 ) and 400 mg ( - 19.9 micromol / L ; P=0.	0
1	@DRUG$ seems to have a low interaction profile, but its interactions with @DRUG$ in particular should be further explored.	@DRUG$ seems to have a low fundamental interaction visibility , but its interactions with @DRUG$ in particular should be further explored .	@DRUG$ seems to but a low interaction profile should have its interactions with @DRUG$ in particular , be further explored .	@DRUG$ seems to have a low interaction profile , but its interactions with @DRUG$ in particular should explored .	@DRUG$ doesn't seem to have a lot of interactions with other drugs, but its interactions with @DRUG$ in particular should be studied more.	0
0	Desvenlafaxine is the primary metabolite of @DRUG$, and it is also a relatively low-potency 5-HT and @DRUG$ uptake inhibitor.	Desvenlafaxine is the master metabolite of @DRUG$ , and it is also a relatively low-potency v - HT and @DRUG$ uptake inhibitor .	Desvenlafaxine is the primary metabolite - @DRUG$ , and it relatively also a is low-potency 5 of HT and @DRUG$ uptake inhibitor .	Desvenlafaxine is the primary metabolite of @DRUG$ , and it is also a relatively low-potency 5 - HT and @DRUG$ inhibitor .	Desvenlafaxine is a drug that is created when @DRUG$ is metabolized. Desvenlafaxine is also a drug that inhibits the uptake of serotonin and @DRUG$ .	0
0	METHODS: All infants from both trials who were randomly assigned to administration of lucinactant (175 mg/kg), colfosceril palmitate (67.5 @DRUG$/kg), beractant (100 mg/kg), or @DRUG$ (175 mg/kg) were prospectively followed through 1 year corrected age, at which point masked assessment of outcomes was performed for surviving infants.	METHODS : wholly infants from both trials who were willy nilly assigned to administration of lucinactant ( 175 mg / kg ) , colfosceril palmitate ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or @DRUG$ ( 175 mg / kg ) were prospectively followed through one year corrected age , at which place disguise judgement of outcomes was performed for surviving infants .	METHODS : All infants from both trials who were randomly assigned , / of lucinactant ( 175 mg / age ) to colfosceril palmitate ( 67.5 @DRUG$ / kg ) at beractant ( 100 mg / kg ) , or @DRUG$ ( 175 mg year kg ) were prospectively followed through 1 administration corrected kg , , which point masked assessment of outcomes for performed was surviving infants .	METHODS : All infants from both trials who were randomly assigned to of lucinactant ( 175 mg / kg ) , colfosceril palmitate ( 67.5 @DRUG$ / kg ) , beractant ( mg / kg ) , or @DRUG$ ( 175 mg / ) were prospectively followed through 1 year corrected age , at which point masked assessment of outcomes was performed for surviving infants .	All infants from both trials who were randomly assigned to administration of lucinactant ( 175 mg / kg ) , colfosceril palmitate ( 67.5 @DRUG$ / kg ) , beractant ( 100 mg / kg ) , or @DRUG$ ( 175 mg /	0
0	Group 1 (<1 yr old; n = 6) animals were immobilized with a combination of xylazine 1 mg/kg i.m. and @DRUG$ 0.3 @DRUG$/kg i.m.	group 1 ( < 1 yr old ; nitrogen = hexad ) animals were immobilized with a combination of xylazine 1 mg / kg i.m. and @DRUG$ 0.3 @DRUG$ / kg i.m .	Group 1 with < 1 kg old ; n = 6 ) animals were immobilized ( a combination of yr 1 mg / xylazine i.m. and @DRUG$ 0.3 @DRUG$ / kg i.m .	Group 1 ( < 1 yr old ; = 6 ) animals were immobilized with combination xylazine 1 mg / kg i.m. and @DRUG$ 0.3 @DRUG$ kg i.m .	For group 1 animals, the dose of @DRUG$ was 0.3 @DRUG$ / kg i.m. 	0
0	Metabolites of 4-MBC were characterized by (1)H NMR and LC-MS/MS @DRUG$ 3-(4-carboxybenzylidene)@DRUG$ and as four isomers of 3-(4-carboxybenzylidene)hydroxycamphor containing the hydroxyl group located in the camphor ring system with 3-(4-carboxybenzylidene)-6-hydroxycamphor as the major metabolite.	metabolite of tetrad - MBC were characterized by ( 1 ) H NMR and LC -MS / MS @DRUG$ 3 -( tetrad - carboxybenzylidene ) @DRUG$ and as iv isomers of 3 - ( tetrad - carboxybenzylidene ) hydroxycamphor containing the hydroxyl radical group located in the camphor ring organisation with 3 - ( tetrad - carboxybenzylidene ) - 6- hydroxycamphor as the john r major metabolite .	Metabolites of 4 - MBC were characterized by ( 1 ) as NMR and LC -MS / and @DRUG$ 3 -( 4 - carboxybenzylidene ) @DRUG$ MS as four isomers of 3 - ( 4 - major with hydroxycamphor containing the hydroxyl group located in the camphor ring system - 3 ) ( 4 - carboxybenzylidene H - 6- hydroxycamphor ) the carboxybenzylidene metabolite .	Metabolites of 4 - MBC were characterized by ( 1 ) H NMR and LC -MS / MS @DRUG$ 3 -( 4 ) @DRUG$ and as four of 3 - ( 4 - carboxybenzylidene ) hydroxycamphor containing the hydroxyl group located in the ring system with 3 - ( 4 - carboxybenzylidene ) - 6- hydroxycamphor the major metabolite .	Metabolites of 4 - MBC were characterized by ( 1 ) H NMR and LC -MS / MS as four isomers of 3 - ( 4 - carboxybenzylidene ) hydroxycamphor containing the hydroxyl group located in the camphor ring system with	1
0	@DRUG$ /Ritonavir, Nucleoside analogues, Neuraminidase inhibitors, @DRUG$, peptide (EK1), abidol, RNA synthesis inhibitors (such as TDF, 3TC), anti-inflammatory drugs (such as hormones and other molecules), Chinese traditional medicine, such ShuFengJieDu Capsules and Lianhuaqingwen Capsule, could be the drug treatment options for 2019-nCoV.	@DRUG$ / norvir , nucleoside analogues , Neuraminidase inhibitors , @DRUG$ , peptide ( EK1 ) , abidol , RNA synthesis inhibitors ( such as TDF , 3TC ) , anti-inflammatory drugs ( such as internal secretion and other molecules ) , Chinese traditional medicine , such ShuFengJieDu Capsules and Lianhuaqingwen capsule , could be the do drugs treatment option for 2019 - nCoV .	@DRUG$ / Ritonavir , Neuraminidase analogues , Nucleoside inhibitors , @DRUG$ , peptide TDF EK1 ) , abidol , as synthesis treatment ( such as ( , 3TC ) and anti-inflammatory drugs ( such RNA hormones and other molecules ) , medicine traditional Chinese , such ShuFengJieDu Capsules , Lianhuaqingwen Capsule , could be the drug inhibitors options for 2019 - nCoV .	@DRUG$ / , Nucleoside analogues , Neuraminidase inhibitors , @DRUG$ , ( EK1 ) , abidol , RNA synthesis inhibitors ( such as TDF 3TC ) , anti-inflammatory drugs ( such as hormones and other molecules ) , medicine , such Capsules and Lianhuaqingwen Capsule , could be the drug treatment options for 2019 - nCoV .	@DRUG$ and @DRUG$ are both drug treatment options for 2019-nCoV.	0
0	In combined biochemical, histochemical and functional studies on central monoamine neurons it has been shown that a pyrozolyl derivative with a phenyl piperazine side chain (PAP) exerts marked effects on central @DRUG$ (DA) and particularly @DRUG$ (5-HT) neurons.	In combined biochemical , histochemical and functional studies on central monoamine neurons it has been designate that a pyrozolyl derivative with a phenyl piperazine side mountain range ( PAP ) exerts nock effects on central @DRUG$ ( district attorney ) and particularly @DRUG$ ( 5 - HT ) neurons .	In combined biochemical functional histochemical and , studies on central monoamine neurons it has been shown that a pyrozolyl derivative ( a phenyl piperazine chain side with PAP ) exerts marked effects and central @DRUG$ ( DA ) on particularly @DRUG$ ( 5 - HT ) neurons .	In combined biochemical , histochemical and functional on central monoamine neurons has shown that a pyrozolyl derivative with phenyl piperazine side chain ( PAP ) exerts marked effects on central @DRUG$ ( DA ) and particularly @DRUG$ ( - ) neurons .	Pyrozolyl derivative with a phenyl piperazine side chain (PAP) exerts marked effects on central @DRUG$ (DA) and particularly @DRUG$ (5-HT) neurons.	0
1	Moreover, OSI-461 enhanced the ability of acyclic retinoid to induce increased cellular levels of @DRUG$ receptor beta and to stimulate retinoic acid response element-@DRUG$ acetyltransferase activity.	Moreover , OSI - 461 enhanced the ability of acyclic retinoid to induce increased cellular levels of @DRUG$ sense organ beta and to stimulate retinoic acid reply constituent - @DRUG$ acetyltransferase activity .	Moreover , the - - enhanced OSI ability of acyclic retinoid to induce increased element levels of @DRUG$ receptor beta and to stimulate retinoic acid response cellular 461 @DRUG$ acetyltransferase activity .	Moreover , OSI - 461 the ability of acyclic to induce increased cellular levels of @DRUG$ receptor beta and to stimulate acid response element - @DRUG$ acetyltransferase activity	OSI-461 enhanced the ability of acyclic retinoid to induce increased cellular levels of @DRUG$ receptor beta and to stimulate retinoic acid response element - @DRUG$ acetyltransferase activity.	0
0	Subjects were randomized to receive 200 mg oral phenazopyridine, 25 @DRUG$ intravenous sodium @DRUG$, mannitol bladder distention, or normal saline bladder distention during cystoscopy.	Subjects were randomized to receive 200 mg oral phenazopyridine , xxv @DRUG$ intravenous sodium @DRUG$ , mannitol vesica distention , or normal saline vesica distention during cystoscopy .	Subjects were randomized to 200 receive mg oral phenazopyridine , 25 @DRUG$ intravenous mannitol @DRUG$ , sodium bladder distention , or normal saline bladder distention during cystoscopy .	were randomized to receive 200 mg oral phenazopyridine , 25 @DRUG$ intravenous sodium @DRUG$ , bladder distention , or normal saline bladder cystoscopy .	Some subjects were given phenazopyridine (@DRUG$) to take orally, while others were given sodium @DRUG$ intravenously. Mannitol bladder distention was also used in some subjects, while normal saline bladder distention was used in others.	0
0	The mass transitions of @DRUG$ and tolperisone (IS) were m/z 260 --> 98 and @DRUG$/z 246 --> 98, respectively.	The hatful transitions of @DRUG$ and tolperisone ( exist ) were m/z 260 --> 98 and @DRUG$ / z 246 --> 98 , respectively .	tolperisone mass transitions of @DRUG$ and The ( IS ) --> m/z 260 were 98 and @DRUG$ / z 246 --> 98 , respectively .	transitions of @DRUG$ and tolperisone IS ) were m/z 260 --> 98 and @DRUG$ / z 246 --> 98 , respectively .	The mass transitions of @DRUG$ and tolperisone (IS) were m/z 260 --> 98 and @DRUG$/z 246 --> 98, respectively.	0
0	Soy protein directly lowers blood low-density lipoprotein-cholesterol concentrations, and the soybean is low in saturated fat and a source of both essential fatty acids, the omega-6 fatty acid @DRUG$ and the omega-3 fatty acid @DRUG$.	Soy protein direct lowers blood low density lipoprotein-cholesterol concentrations , and the soybean is humiliated in saturated fat and a source of both essential fatty acids , the omega - 6 fatty acerb @DRUG$ and the omega - 3 fatty acerb @DRUG$ .	Soy protein directly lowers blood , lipoprotein-cholesterol concentrations low-density and the soybean is low in saturated fat and a source of both essential fatty acids , and omega - acid fatty acid @DRUG$ the the 3 - omega fatty 6 @DRUG$ .	Soy protein lowers blood low-density lipoprotein-cholesterol concentrations and the soybean is low in saturated fat and a of both essential acids , the omega 6 fatty acid @DRUG$ and omega - 3 fatty acid @DRUG$	Soy protein directly lowers blood low-density lipoprotein-cholesterol concentrations, and the soybean is low in saturated fat and a source of both essential fatty acids, the omega-6 fatty acid @DRUG$ and the omega-3 fatty acid @DRUG$.	0
0	A significant decrease (@DRUG$<0.0001) in MI as well @DRUG$ an increase in SCE (p<0.0001) and CA (p<0.0001) frequencies were observed.	antiophthalmic factor significant decrease ( @DRUG$ < 0.0001 ) in MI as well @DRUG$ an increase in SCE ( p<0.0001 ) and california ( p< 0.0001 ) frequencies were discover .	A well decrease ( @DRUG$ < 0.0001 ) in significant as MI @DRUG$ an increase ( SCE ( p<0.0001 ) and CA in p< 0.0001 ) frequencies were observed .	A significant decrease ( @DRUG$ < ) in MI as well @DRUG$ an increase in SCE ( p<0.0001 ) and CA ( p< frequencies were observed .	A significant decrease ( @DRUG$ < 0.0001 ) in MI as well @DRUG$ an increase in SCE ( p<0.0001 ) and CA ( p< 0.0001 ) frequencies were observed ."DRUGA decreases the incidence of MI, while DRUGB increases	0
0	Role of @DRUG$-glycoprotein in accumulation and cytotoxicity of @DRUG$ and amrubicinol in MDR1 gene-transfected LLC-PK1 cells and human A549 lung adenocarcinoma cells.	office of @DRUG$ - glycoprotein in accumulation and cytotoxicity of @DRUG$ and amrubicinol in MDR1 gene-transfected LLC - PK1 cells and human A549 lung glandular cancer cells .	Role of @DRUG$ - glycoprotein in accumulation and in of @DRUG$ and amrubicinol cytotoxicity gene-transfected MDR1 LLC - PK1 cells and human A549 lung adenocarcinoma cells .	Role of @DRUG$ - glycoprotein in accumulation and cytotoxicity of @DRUG$ and amrubicinol in MDR1 gene-transfected LLC - PK1 cells and A549 lung adenocarcinoma cells .	@DRUG$ is a glycoprotein that helps to accumulate and increase the cytotoxicity of @DRUG$ and amrubicinol in cells that have been genetically modified to have a high level of the MDR1 gene.	0
0	Absorption ratios of 0.65 for the 0.56 @DRUG$ @DRUG$ dose and 0.26 for the 50 mg Fe dose were measured in subjects with depleted iron stores.	Absorption ratios of 0.65 for the 0.56 @DRUG$ @DRUG$ superman and 0.26 for the 50 mg Fe superman were measured in subjects with use up iron stores .	Absorption ratios the 0.65 for of stores @DRUG$ @DRUG$ dose and 0.26 for the 50 mg Fe dose were measured in subjects with depleted iron 0.56 .	Absorption ratios of 0.65 for the 0.56 @DRUG$ @DRUG$ and 0.26 for the 50 mg Fe dose were measured in subjects with depleted iron .	For every 1 mg of @DRUG$ absorbed, 0.65 mg of @DRUG$ is absorbed.	0
0	With a new formulation, which made intravenous infusion of triamterene (TA) possible, plasma levels and urinary excretion rates of TA and its main metabolite (OH-TA-ester) were measured in a randomized, cross-over trial in 6 healthy volunteers given triamterene 10 mg i.v. and 50 mg @DRUG$.o. TA and OH-@DRUG$-ester were determined by densitometric measurement of native fluorescence after thin layer chromatography.	With a novel preparation , which pee intravenous infusion of triamterene ( TA ) possible , plasma levels and urinary excretion rates of TA and its main metabolite ( OH - TA - ester ) were measured in a randomized , cross-over trial in half dozen intelligent volunteers given triamterene ten mg i.v. and 50 mg @DRUG$.o. TA and OH - @DRUG$ - ester were determined by densitometric measurement of native fluorescence after fragile layer chromatography .	With a densitometric formulation , which made intravenous TA of triamterene chromatography TA ) possible - plasma levels and urinary excretion rates of TA and its main metabolite ( healthy - TA - ester ) OH measured in a randomized , trial cross-over in 6 OH volunteers given triamterene 10 mg i.v. and 50 mg @DRUG$.o. infusion and were , @DRUG$ - ester were determined by new measurement of native fluorescence after thin layer ( .	With a which made intravenous infusion of triamterene TA ) , plasma excretion rates of TA and main metabolite ( OH - TA - ester ) were measured in a randomized , cross-over trial 6 healthy volunteers given triamterene 10 mg and 50 TA and OH - @DRUG$ - ester were determined by densitometric measurement of native fluorescence after layer chromatography .	With a new formulation, which made intravenous infusion of triamterene possible, plasma levels and urinary excretion rates of TA and its main metabolite (OH-TA-ester) were measured in a randomized, cross-over trial in 6 healthy volunteers given triamterene 10	1
0	This report reviews the safety of Aluminum, Calcium, Lithium Magnesium, Lithium Magnesium Sodium, Magnesium Aluminum, @DRUG$, Sodium Magnesium, and Zirconium Silicates, Magnesium Trisilicate, Attapulgite, Bentonite, Fuller's Earth, Hectorite, @DRUG$, Montmorillonite, Pyrophyllite, and Zeolite as used in cosmetic formulations.	This report reexamine the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium Aluminum , @DRUG$ , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , Attapulgite , bentonite , melville w fuller 's terra firma , Hectorite , @DRUG$ , Montmorillonite , Pyrophyllite , and Zeolite as used in decorative formulations .	This report reviews Lithium Fuller of Aluminum , Magnesium , the Magnesium , Lithium Calcium Sodium , Magnesium Aluminum , @DRUG$ , Sodium Magnesium , and , Silicates , Magnesium Trisilicate Bentonite Attapulgite , , , safety 's Earth , Hectorite Zirconium @DRUG$ , Montmorillonite , Pyrophyllite , and Zeolite as used in cosmetic formulations .	This report reviews the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium Aluminum , @DRUG$ , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , Attapulgite , Bentonite , 's Earth , Hectorite , @DRUG$ , , Pyrophyllite , and as used in cosmetic formulations .	This report reviews the safety of Aluminum , Calcium , Lithium Magnesium , Lithium Magnesium Sodium , Magnesium Aluminum , @DRUG$ , Sodium Magnesium , and Zirconium Silicates , Magnesium Trisilicate , Attapulgite , Bentonite , Fuller '	1
0	The primary variables were the suppression of endogenous glucose production (S(EGP)) and @DRUG$ uptake (@DRUG$).	The primary variables were the crushing of endogenic glucose production ( S( EGP ) ) and @DRUG$ uptake ( @DRUG$ ) .	The primary variables were production suppression of the glucose endogenous ( S( EGP ) ) and @DRUG$ uptake ( @DRUG$ ) .	The primary were the suppression of endogenous glucose ( S( EGP ) ) and @DRUG$ uptake ( @DRUG$ ) .	The more @DRUG$ that is taken up by the body, the more it suppresses the production of endogenous glucose.	1
0	This measure shows a penetration into peripheral human lymph of 68% for @DRUG$ and 59% for @DRUG$.	This metre shows a penetration into peripheral human lymph of 68 % for @DRUG$ and ilx % for @DRUG$ .	This and shows a penetration into % human lymph of 68 peripheral for @DRUG$ measure 59 % for @DRUG$ .	This measure shows penetration human lymph of 68 % for @DRUG$ and 59 % @DRUG$ .	@DRUG$ is more likely to penetrate into peripheral human lymph than @DRUG$.	0
0	The next generation of antivirals will consist of protease and polymerase inhibitors, a number of which are undergoing investigation, initially @DRUG$ monotherapy and subsequently in combination with pegylated interferon and @DRUG$.	The next generation of antivirals will consist of peptidase and polymerase inhibitors , a number of which are undergo investigation , initially @DRUG$ monotherapy and afterwards in combination with pegylated interferon and @DRUG$ .	The with generation of of will initially of protease and polymerase inhibitors , a number antivirals which are undergoing investigation , consist @DRUG$ monotherapy and subsequently in combination next pegylated interferon and @DRUG$ .	The next generation of will consist of protease and polymerase , a number of which are undergoing investigation , initially @DRUG$ monotherapy and subsequently combination pegylated interferon @DRUG$ .	The next generation of antivirals will consist of protease and polymerase inhibitors, a number of which are undergoing investigation. Initially, @DRUG$ will be used as a monotherapy, but it will eventually be used in combination with pegylated interferon and @DRUG$.	0
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, @DRUG$, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of @DRUG$ oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	antiophthalmic factor review of commercially available oral exam and injectable answer formulations reveals that the solubilizing excipients include water - soluble constitutional solvents ( polythene dihydric alcohol 300 , polythene dihydric alcohol cd , ethanol , propene dihydric alcohol , glycerin , N-methyl - deuce - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor overhead railway , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polythene dihydric alcohol 1000 succinate , polysorbate twenty , polysorbate 80 , Solutol hs 15 , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty bitter esters of PEG 300 , cd , or 1750 ) , water - insoluble lipids ( caster oil , corn whiskey oil , cottonseed oil , olive oil , peanut oil , eucalyptus amygdalina oil , safflower oil , @DRUG$ , soja oil , hydrogenated veggie oils , hydrogenated soja oil , and medium- range of mountains triglycerides of @DRUG$ oil and palm come oil ) , constitutional liquidity / semi-solids ( beeswax , d-alpha-tocopherol , oleic bitter , medium- range of mountains mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review insoluble commercially available oral corn injectable , formulations reveals that , solubilizing mono- include water - soluble di-fatty solvents ( glycol glycol 300 40 acid glycol 400 , ethanol , propylene polyethylene chain glycerin , hydroxypropyl- - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) peppermint non-ionic oil ( ) EL , Cremophor RH , , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 or , polysorbate succinate , polysorbate 80 , palm HS 15 , sorbitan ( , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and organic polyethylene esters of PEG 300 , 400 , 20 1750 ) , water - of lipids monooleate castor oil , and oil , cottonseed oil , and oil Cremophor peanut oil , , surfactants , safflower oil , @DRUG$ , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of @DRUG$ oil and Solutol seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- distearoylphosphatidylglycerol excipients and diglycerides ) solution various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , N-methyl beta-cyclodextrin the and sulfobutylether - beta-cyclodextrin ) , olive phospholipids ( hydrogenated soy phosphatidylcholine , , , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol , .	review of commercially available oral and solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl 2 - pyrrolidone dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , 40 Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate , polysorbate 20 , 80 , Solutol HS 15 , sorbitan monooleate , poloxamer , Labrafil M-1944CS , Labrafil M-2125CS , Gellucire 44/14 , Softigen 767 , and mono- di-fatty acid esters of PEG 300 , 400 , or 1750 ) water - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , oil , peppermint oil , safflower oil , @DRUG$ , soybean oil , hydrogenated oils hydrogenated oil , and medium- triglycerides of @DRUG$ oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , beta-cyclodextrin , and sulfobutylether - ) , and phospholipids hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	The branched-chain aminotransferases (BCAT) reversibly catalyze transamination of the essential branched-chain amino acids (leucine, @DRUG$, @DRUG$) to alpha-ketoglutarate to form the respective branched-chain alpha-keto acids and glutamate.	The pronged - chain aminotransferases ( BCAT ) reversibly catalyze transamination of the all important pronged - chain aminic acids ( leucine , @DRUG$ , @DRUG$ ) to alpha-ketoglutarate to shape the respective pronged - chain alpha-keto acids and glutamate .	The branched - catalyze aminotransferases ( ( ) reversibly chain transamination of the BCAT branched - chain amino acids essential leucine , @DRUG$ , @DRUG$ ) to alpha-ketoglutarate to form the respective branched acids chain alpha-keto - and glutamate .	The branched - chain aminotransferases ( BCAT ) reversibly catalyze transamination of the essential branched - amino acids ( leucine , @DRUG$ , @DRUG$ ) to alpha-ketoglutarate to form the branched - chain alpha-keto and glutamate .	@DRUG$ and @DRUG$ are essential branched-chain amino acids that are transaminated by BCAT to form the respective branched-chain alpha-keto acids and glutamate.	0
0	Each compound showed a concentration at time point 5 min (p-@DRUG$: 6.7 +/- 1.4 mg/L and creatinine: 141 +/- 12 @DRUG$/L) which was comparable with values observed in uremic patients; these concentrations decreased gradually towards min 240 (p-cresol: 0.6 +/- 0.3 mg/L and creatinine: 4 +/- 2 mg/L, p<0.05 vs. 5 min in both cases).	from each one compound render a concentration at time point 5 min ( p- @DRUG$ : 6.7 +/- 1.4 mg / cubic decimetre and creatinine : 141 +/- 12 @DRUG$ / cubic decimetre ) which was comparable with prize find in azotemic patients ; these concentration decreased gradually towards min 240 ( p- cresol : 0.6 +/- 0.3 mg / cubic decimetre and creatinine : 4 +/- 2 mg /L , p<0.05 vs. 5 min in both cases ) .	Each compound showed a concentration at time point 5 min ( p- @DRUG$ creatinine 6.7 +/- 1.4 mg / L and : : 141 p<0.05 0.6 @DRUG$ with L ) which was ; / values observed in uremic patients comparable these concentrations decreased gradually towards min 240 : p- cresol ( 12 +/- 0.3 mg / +/- and creatinine : 4 +/- 2 mg /L , L vs. 5 min in both cases ) .	Each compound a concentration at time point 5 min ( p- @DRUG$ : 6.7 +/- 1.4 mg / L and 141 12 @DRUG$ / L ) which was comparable with values observed in uremic patients ; these concentrations decreased gradually towards min 240 ( p- cresol : 0.6 +/- 0.3 mg / L creatinine : 4 +/- 2 mg /L p<0.05 vs. 5 min cases ) .	The concentrations of both compounds were similar in patients with kidney disease, and both decreased gradually over time.	1
0	The bulk of @DRUG$ (mean 98.0 +/- 0.1%) was excreted @DRUG$ sulfate (mean 1.3 +/- 0.3%) or unchanged drug (mean 0.8 +/- 0.1%).	The bulk of @DRUG$ ( think 98.0 +/- 0.1 % ) was excreted @DRUG$ sulfate ( think 1.3 +/- 0.3 % ) or unaltered dose ( think 0.8 +/- 0.1 % ) .	mean bulk of @DRUG$ ( mean 98.0 +/- 0.1 % ) was excreted @DRUG$ sulfate ( mean or +/- ( % ) 1.3 unchanged drug 0.3 The 0.8 +/- 0.1 % ) .	The bulk of @DRUG$ ( mean 98.0 +/- 0.1 % ) was excreted @DRUG$ sulfate ( mean 1.3 0.3 % ) drug ( mean 0.8 +/- 0.1 % ) .	@DRUG$ is excreted mainly as @DRUG$ sulfate, or unchanged drug.	0
0	We compared the concentration of @DRUG$ and its metabolite 5-carboxy @DRUG$ in the aqueous humor to those of normal control patients undergoing routine cataract extraction without preoperative antiviral therapy.	We compared the concentration of @DRUG$ and its metabolite cinque - carboxy @DRUG$ in the aqueous witticism to those of normal control patients undergoing mundane cataract extraction without preoperative antiviral therapy .	We its the concentration of @DRUG$ and compared metabolite 5 - carboxy @DRUG$ in the aqueous humor to those of normal control patients undergoing routine preoperative without extraction cataract antiviral therapy .	We compared the concentration of @DRUG$ and its metabolite 5 - carboxy @DRUG$ in aqueous humor to of normal patients undergoing routine cataract extraction preoperative antiviral therapy .	We compared the concentration of @DRUG$ and its metabolite 5 - carboxy @DRUG$ in the aqueous humor to those of normal control patients undergoing routine cataract extraction without preoperative antiviral therapy ."The concentration of DRUGA and its metabolite 5 - car	0
0	@DRUG$-@DRUG$ was extensively glucuronidated while C-dealkyl-dronedarone was metabolized at a slow rate.	@DRUG$ -@DRUG$ was extensively glucuronidated while C-dealkyl- dronedarone was metabolized at a slow range .	@DRUG$ -@DRUG$ was extensively glucuronidated while C-dealkyl- dronedarone slow metabolized at a was rate .	@DRUG$ -@DRUG$ was extensively glucuronidated while C-dealkyl- dronedarone was metabolized at a slow rate .	@DRUG$ is metabolized quickly, while @DRUG$ is metabolized slowly.	0
0	As pipamperone could rescue the expression of a folding mutant of the dopamine D4 receptor (M345), we propose that @DRUG$ acts @DRUG$ a pharmacological chaperone for correct receptor folding thereby resulting in an increased dopamine D4 receptor expression.	As pipamperone could rescue the expression of a pen up mutant of the intropin D4 receptor ( M345 ) , we offer that @DRUG$ acts @DRUG$ a pharmacological chaperone for correct receptor pen up thereby resulting in an increase intropin D4 receptor expression .	As pipamperone could expression for rescue of a folding mutant of the dopamine D4 receptor ( M345 ) , we propose correct @DRUG$ acts @DRUG$ that pharmacological chaperone the a receptor folding thereby resulting in an increased dopamine D4 receptor expression .	As pipamperone could rescue the expression of a folding mutant of the dopamine D4 ( M345 ) , we propose that @DRUG$ acts @DRUG$ pharmacological chaperone for correct receptor folding thereby resulting in an increased dopamine D4 receptor .	@DRUG$ acts as a pharmacological chaperone for correct receptor folding, thereby resulting in an increased dopamine D4 receptor expression.	1
0	In Studies of anti-inflammatory activity, droxicam has shown itself to be as active as piroxicam and much more active than phenylbutazone, @DRUG$ and suprofen, both in acute studies such as carrageenin oedema, nystatin oedema and ultraviolet erythema, and in longer-term tests such @DRUG$ that of the cotton pellet.	In Studies of anti inflammatory activeness , droxicam has shown itself to be as active as piroxicam and practically more active than phenylbutazone , @DRUG$ and suprofen , both in acute studies such as carrageenan oedema , nystatin oedema and ultraviolet illumination erythema , and in longer - term tests such @DRUG$ that of the cotton pellet .	In Studies of as activity , both has shown carrageenin to be anti-inflammatory active as as and much more active than phenylbutazone , @DRUG$ and cotton , droxicam in acute studies such piroxicam itself oedema , nystatin oedema and ultraviolet erythema , and in longer - term tests such @DRUG$ that of the suprofen pellet .	Studies of activity , droxicam has itself to as active as piroxicam and much active than phenylbutazone @DRUG$ suprofen , both in acute studies such as carrageenin oedema , nystatin oedema and ultraviolet erythema , and in longer term tests such @DRUG$ that of the pellet .	@DRUG$ is more active than @DRUG$ in both acute and long-term studies.	0
0	METHODS: Hydroxycelecoxib formation was studied in human liver microsomes from 35 genotyped livers, as well @DRUG$ in @DRUG$ microsomes with recombinant expression of different P450 variants.	METHODS : Hydroxycelecoxib geological formation was studied in human liver microsomes from 35 genotyped livers , as well @DRUG$ in @DRUG$ microsomes with recombinant expression of different P450 variance .	METHODS : Hydroxycelecoxib formation 35 studied in microsomes liver human from was genotyped livers , as well @DRUG$ in @DRUG$ microsomes with recombinant expression of different P450 variants .	METHODS : Hydroxycelecoxib formation was studied in human liver microsomes from 35 genotyped livers , as well @DRUG$ in @DRUG$ microsomes recombinant expression of P450 variants .	Hydroxycelecoxib formation was studied in human liver microsomes from 35 genotyped livers, as well as @DRUG$ in @DRUG$ microsomes with recombinant expression of different P450 variants.	0
0	The objective of this study was to determine the critical micelle concentration (CMC) of a novel @DRUG$-soluble plant @DRUG$ derivative (FM-VP4) using a fluorescence depolarization method.	The objective of this subject field was to determine the critical micelle assiduousness ( CMC ) of a novel @DRUG$ - soluble plant @DRUG$ derivative ( fermium - VP4 ) using a fluorescence depolarization method .	The novel of this soluble was to determine the critical micelle concentration ( CMC ) of a objective @DRUG$ - study plant @DRUG$ derivative ( FM - VP4 a using ) fluorescence depolarization method .	The objective of this study was to determine the concentration ( ) of a novel @DRUG$ - soluble plant @DRUG$ derivative ( FM - VP4 ) using a fluorescence method .	The objective of this study was to determine the critical micelle concentration ( CMC ) of a novel @DRUG$ - soluble plant @DRUG$ derivative ( FM - VP4 ) using a fluorescence depolarization method ."The objective of this study was to determine the critical micelle concentration	0
0	Different additives were used to enhance drug release from preparations including @DRUG$, polyethylene glycol 400, glycerin, and @DRUG$ at concentrations of 5 and 10% and polysorbate 80 at concentrations of 1 and 2%.	Different additives were used to heighten drug release from preparations include @DRUG$ , polythene glycol 400 , glycerin , and @DRUG$ at concentrations of 5 and 10 % and polysorbate 80 at concentrations of 1 and 2 % .	Different additives were used to enhance 80 release from preparations including @DRUG$ , polyethylene glycol % , concentrations , and @DRUG$ at glycerin of 5 and 10 400 and polysorbate drug at concentrations of 1 and 2 % .	Different additives were used to enhance drug from preparations including @DRUG$ polyethylene glycol 400 , glycerin , and @DRUG$ at concentrations of 5 and 10 % and polysorbate 80 at concentrations of 1 and 2 %	Different additives were used to enhance drug release from preparations including @DRUG$ and @DRUG$ at concentrations of 5 and 10 % and polysorbate 80 at concentrations of 1 and 2 % .	0
0	In the case of @DRUG$-@DRUG$, we show that the protection is accounted for by an increase in the concentration of L-Tyr-tRNATyr proportional to that of overproduced tRNATyr.	In the case of @DRUG$ - @DRUG$ , we show that the protection is describe for by an increase in the assiduity of L-Tyr-tRNATyr proportional to that of overproduce tRNATyr .	In the show of @DRUG$ - @DRUG$ , we case that the to is accounted for by an increase in the concentration of that proportional protection L-Tyr-tRNATyr of overproduced tRNATyr .	In the case of @DRUG$ - @DRUG$ , we that the protection is accounted by an increase in the concentration of L-Tyr-tRNATyr proportional that of tRNATyr .	The more @DRUG$ is present, the more @DRUG$ is produced, and the more L-Tyr-tRNATyr is present.	0
0	A mobile phase of methanol-@DRUG$ containing 0.1% @DRUG$ (50: 50, v/v) was used isocratically eluting at a flow rate of 1 mL/min.	deoxyadenosine monophosphate mobile phase of methanol - @DRUG$ containing 0.1 % @DRUG$ (  :  , v/v ) was used isocratically eluting at a flow rate of 1 mL / taiwanese .	A used phase of methanol - @DRUG$ containing 0.1 % @DRUG$ mL 50 : 50 , v/v ) was ( isocratically eluting at a flow rate of 1 mobile / min .	A mobile phase of methanol @DRUG$ containing 0.1 % @DRUG$ ( 50 : 50 , ) was used isocratically eluting at a of 1 mL min .	Methanol is the mobile phase, and @DRUG$ and @DRUG$ are the two substances being separated. DRUGA is present at a concentration of 0.1% in the mobile phase, and DRUGB is present at a concentration of 50% in the mobile phase.	0
0	In separate experiments, our studies revealed that these 5-HT2A receptor antagonists have the capacity to reduce serotonin-enhanced ADP-induced elevation in intracellular @DRUG$ levels and @DRUG$ phosphorylation.	In separate experiments , our studies revealed that these fin - HT2A receptor antagonists have the electrical capacity to reduce serotonin-enhanced ADP - induced raising in intracellular @DRUG$ levels and @DRUG$ phosphorylation .	In separate elevation , our the revealed - these 5 that HT2A receptor antagonists have studies capacity to reduce serotonin-enhanced ADP - induced experiments in intracellular @DRUG$ levels and @DRUG$ phosphorylation .	In separate experiments , our studies revealed that these 5 - HT2A receptor antagonists the to reduce serotonin-enhanced ADP - induced in @DRUG$ levels and @DRUG$ phosphorylation .	The 5 - HT2A receptor antagonists have the capacity to reduce serotonin-enhanced ADP - induced elevation in intracellular @DRUG$ levels and @DRUG$ phosphorylation .	0
0	@DRUG$ @DRUG$ exhibited a favourable safety profile with significantly fewer subjects reporting AEs (dry mouth and fatigue) and a reduction in blood pressure when compared to the reference clonidine HCl tablets.	@DRUG$ @DRUG$ exhibited a favourable refuge profile with importantly fewer subjects reporting AEs ( dry mouth and fatigue ) and a reduction in blood pressure when liken to the reference clonidine HCl tablets .	@DRUG$ @DRUG$ exhibited a favourable safety profile with significantly fewer subjects dry AEs ( reporting mouth and fatigue the when a reduction in blood pressure and compared to ) reference clonidine HCl tablets .	@DRUG$ @DRUG$ exhibited a favourable safety profile significantly subjects reporting AEs ( dry mouth and fatigue ) and a reduction in blood pressure when compared to reference clonidine HCl tablets .	@DRUG$ @DRUG$ had fewer side effects (dry mouth and fatigue) and a lower blood pressure than the reference drug clonidine HCl tablets.	0
0	Significant decreases from baseline to day 14 were observed in mean 4-hour PPG after breakfast with alogliptin 25 mg (-32.5 mg/dL; P=0.008), 100 @DRUG$ (-37.2; @DRUG$=0.002), and 400 mg (-65.6 mg/dL; P<0.001) compared with placebo (+8.2 mg/dL).	Significant decreases from baseline to clarence day  were observed in mean quaternion - hour PPG after breakfast with alogliptin 25 mg ( - 32.5 mg / dL ; P=0.008 ) ,  @DRUG$ ( -37.2 ; @DRUG$=0.002 ) , and  mg ( - 65.6 mg / dL ; P<0.001 ) equate with placebo ( + 8.2 mg / dL ) .	Significant decreases from baseline mg day 14 were observed in mean @DRUG$=0.002 - hour PPG after breakfast with alogliptin 25 mg ) - ) mg / dL and P=0.008 32.5 , 100 @DRUG$ ( -37.2 ; 4 ) , ; 400 mg ( - 65.6 to / dL ; placebo ) compared with P<0.001 ( + 8.2 mg / dL ( .	Significant decreases from baseline to day were observed in 4 - hour after breakfast alogliptin mg ( - 32.5 mg / dL ; P=0.008 , 100 @DRUG$ ( -37.2 ; @DRUG$=0.002 ) , 400 mg ( - 65.6 mg / dL ; P<0.001 ) compared with placebo ( + 8.2 mg dL ) .	Significant decreases from baseline to day 14 were observed in mean 4 - hour PPG after breakfast with alogliptin 25 mg ( - 32.5 mg / dL ; P=0.008 ) , 100 @DRUG$ ( -37.2 ; @DRUG$=0.002	0
0	It is coordinated by several proteins such as @DRUG$, metallothionein, Cu-transporting @DRUG$-type ATPases, Menkes and Wilson proteins and by cytoplasmic transport proteins called copper chaperones to ensure that it is delivered to specific subcellular compartments and thereby to copper-requiring proteins.	it is coordinated by respective protein such as @DRUG$ , metallothionein , Cu-transporting @DRUG$ - type ATPases , Menkes and Wilson protein and by cytoplasmic transportation protein called copper chaperones to ensure that it is delivered to specific subcellular compartments and thereby to copper-requiring protein .	It is coordinated by several proteins such metallothionein @DRUG$ , subcellular Cu-transporting , @DRUG$ - type ATPases , Menkes and Wilson proteins and by cytoplasmic it proteins called copper chaperones to ensure that transport is delivered to specific as compartments and thereby to copper-requiring proteins .	It is coordinated by several proteins such as @DRUG$ , metallothionein , Cu-transporting @DRUG$ - type ATPases , Menkes and Wilson and by cytoplasmic transport proteins called copper chaperones to ensure that it is delivered to specific subcellular compartments and thereby proteins	@DRUG$ and @DRUG$ work together to ensure that copper is delivered to specific subcellular compartments and thereby to copper-requiring proteins.	0
0	Similarly, dose-normalized plasma concentrations of @DRUG$- and @DRUG$-PPA were superimposable.	Similarly , dose-normalized plasm concentrations of @DRUG$ - and @DRUG$ - PPA were superimposable .	, Similarly dose-normalized plasma concentrations of @DRUG$ - and @DRUG$ - PPA were superimposable .	Similarly , dose-normalized plasma concentrations of @DRUG$ - and @DRUG$ - PPA were superimposable .	The concentrations of @DRUG$ and @DRUG$ were the same when normalized for dose.	0
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, @DRUG$, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and @DRUG$; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	Within twenty five years after retrovir ( deuce ace ' - azido - 2',3'- dideoxythymidine , retrovir ) was outset account as an inhibitor of human immunodeficiency virus replication , twenty five anti-HIV do drugs have been officially approved for clinical utilize in the treatment of human immunodeficiency virus transmission : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : retrovir , didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ;  non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , rescriptor , efavirenz and etravirine ; ten peptidase inhibitors ( PIs ) : saquinavir , @DRUG$ , crixivan , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and @DRUG$ ; one unification inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine ; AZT ) was first described , emtricitabine inhibitor of HIV replication , 25 use : have been formally approved its clinical anti-HIV in the treatment of HIV protease lamivudine seven nucleoside reverse ) ; ( NRTIs transcriptase drugs zidovudine , didanosine , zalcitabine , stavudine maraviroc : , abacavir and an , one nucleotide reverse transcriptase inhibitor ( one ) : tenofovir [ in ; oral prodrug form : tenofovir disoproxil fumarate one TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten infections inhibitors ( PIs ) : saquinavir , @DRUG$ , indinavir as nelfinavir , amprenavir , lopinavir , atazanavir inhibitor fosamprenavir , tipranavir inhibitors @DRUG$ for one fusion inhibitor ( FI ) : enfuvirtide and ( co-receptor inhibitor ( CRI ) : , and NtRTI integrase , ( INI ) : raltegravir .	Within years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor HIV replication , 25 anti-HIV drugs have been formally for clinical use in the treatment of HIV infections : seven nucleoside reverse transcriptase inhibitors ( NRTIs ) : zidovudine , didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse transcriptase ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten protease inhibitors ( PIs ) : saquinavir , @DRUG$ , indinavir , nelfinavir , , lopinavir , atazanavir , fosamprenavir , tipranavir and @DRUG$ ; fusion inhibitor ( FI ) : enfuvirtide ; co-receptor inhibitor ( CRI ) : maraviroc and one inhibitor ( INI ) : raltegravir .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
0	Seven of these combine 2 drugs together in a single pill: Edarbyclor (azilsartan/chlorthalidone), Exforge (amlodipine/valsartan), Azor (@DRUG$/amlodipine), Twynsta (amlodipine/telmisartan), Tekturna HCT [aliskiren/hydrochlorothiazide (@DRUG$)], Valturna (aliskiren/valsartan), Tekamlo (aliskiren/amlodipine).	Seven of these combine  do drugs unitedly in a undivided pill : Edarbyclor ( azilsartan/ thalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( @DRUG$ / amlodipine ) , Twynsta ( amlodipine/ telmisartan ) , Tekturna HCT [ aliskiren / esidrix ( @DRUG$ ) ] , Valturna ( aliskiren / valsartan ) , Tekamlo ( aliskiren / amlodipine ) .	Seven of amlodipine combine Tekturna drugs together in a single pill : Edarbyclor valsartan azilsartan/ chlorthalidone ) , Exforge ( amlodipine / aliskiren ) , Azor ) @DRUG$ / amlodipine 2 , Twynsta ( amlodipine/ telmisartan ( , ) HCT [ aliskiren / hydrochlorothiazide ( @DRUG$ ) ] , Valturna ( ( / valsartan ) , Tekamlo ( aliskiren / these ) .	Seven of these combine drugs together a single pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge amlodipine / valsartan ) , Azor @DRUG$ / amlodipine , Twynsta ( amlodipine/ telmisartan ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( @DRUG$ ) ] , Valturna ( aliskiren / valsartan ) , Tekamlo ( aliskiren / amlodipine ) .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( @DRUG$ / amlodipine ) , Tw	1
1	For the secondary efficacy endpoints, @DRUG$ was superior to meloxicam when assessed on the basis of posture, behaviour, pain on palpation and overall pain control, while @DRUG$ was superior with respect to wound heat.	For the secondary efficacy end point , @DRUG$ was superior to meloxicam when assessed on the basis of posture , behaviour , pain on palpation and boilers suit pain control , while @DRUG$ was superior with respect to wound stir up .	when meloxicam pain efficacy endpoints , @DRUG$ was superior to the For assessed on the basis of posture , behaviour , secondary on palpation and overall pain control , while @DRUG$ was superior with respect to wound heat .	For the secondary efficacy endpoints , @DRUG$ was superior to meloxicam when assessed on the basis of posture , behaviour , pain on palpation and overall pain control , while @DRUG$ superior with respect to wound heat .	@DRUG$ was found to be more effective than meloxicam when it came to posture, behaviour, pain on palpation, and overall pain control. @DRUG$ was found to be more effective than meloxicam when it came to wound heat.	0
0	Using human and mouse liver microsomes and either @DRUG$ or NADH @DRUG$ cofactors, 17AAG had the lowest rate of one-electron reduction, whereas GM had the highest rate.	Using human and mouse liver colored microsomes and either @DRUG$ or NADH @DRUG$ cofactors , 17AAG had the lowest rate of one-electron reduction , whereas gramme had the eminent rate .	Using human lowest mouse liver microsomes and either @DRUG$ or NADH @DRUG$ cofactors , 17AAG reduction the and rate of one-electron had , whereas GM rate the highest had .	human and mouse liver microsomes and either @DRUG$ or NADH @DRUG$ cofactors , 17AAG had the lowest rate of one-electron reduction , GM had highest rate .	@DRUG$ has a lower rate of one-electron reduction than @DRUG$.	0
1	Whereas the degree of sedation correlated significantly within drug groups with the concurrent @DRUG$ levels, the Tmax of sedation was recorded 1 h earlier than the peak blood concentration (RRA) for both @DRUG$ and oxazepam.	Whereas the degree of sedation correlated significantly within drug groups with the concurrent @DRUG$ levels , the Tmax of sedation was recorded ace h earlier than the blossom profligate concentration ( RRA ) for both @DRUG$ and oxazepam .	Whereas with degree of sedation correlated significantly within drug groups the the concurrent @DRUG$ levels , the Tmax of ) was recorded 1 h and than the peak blood concentration ( RRA sedation for both @DRUG$ earlier oxazepam .	Whereas the of sedation correlated significantly within drug groups with the @DRUG$ levels , the Tmax of sedation was recorded 1 h earlier than the blood concentration ( ) for both @DRUG$ oxazepam .	The degree of sedation correlates significantly within drug groups with the concurrent @DRUG$ levels. However, the Tmax of sedation is recorded 1 h earlier than the peak blood concentration (RRA) for both @DRUG$ and oxazepam.	0
1	At 10 microM S-CT in liver microsomes, S-DCT formation was reduced to 60% of control by 1 microM @DRUG$, and to 80 to 85% of control by 5 microM quinidine or 25 microM @DRUG$.	At 10 microM S- CT in liver microsome , S- DCT formation was reduced to 60 % of verify by i microM @DRUG$ , and to 80 to 85 % of verify by 5 microM quinidine or  microM @DRUG$ .	At 10 and S- CT in liver microsomes , S- DCT formation was reduced to 60 % microM 1 by control microM @DRUG$ , microM to 80 to 85 % of control by 5 microM quinidine or 25 of @DRUG$ .	At 10 microM S- CT in liver microsomes , DCT formation was reduced to 60 % of by 1 microM @DRUG$ , and to 80 85 % of control by 5 microM quinidine or 25 microM @DRUG$	At 10 microM S- CT in liver microsomes , S- DCT formation was reduced to 60 % of control by 1 microM @DRUG$ , and to 80 to 85 % of control by 5 microM quinidine or 25 microM @DRUG$ ."In other	0
0	In the first part of the review the background to the discovery of the asymmetric synthesis of @DRUG$ from two molecules of farnesyl pyrophosphate and @DRUG$ is described, then the stereochemistry of the overall reaction is summarized.	In the first part of the review the background to the find of the asymmetric synthesis of @DRUG$ from two molecules of farnesyl pyrophosphate and @DRUG$ is trace , then the stereochemistry of the overall response is summarized .	In the stereochemistry part of the the the background to the discovery of the asymmetric synthesis of @DRUG$ from two molecules of farnesyl pyrophosphate and @DRUG$ review described , then the first of is overall reaction is summarized .	In the first part the review background to the discovery of the asymmetric synthesis of @DRUG$ from two molecules of farnesyl pyrophosphate and @DRUG$ is described , then the stereochemistry of the overall reaction is summarized .	@DRUG$ was discovered as a result of the asymmetric synthesis of @DRUG$ from two molecules of farnesyl pyrophosphate.	0
0	An oral combination tablet combines @DRUG$ with a potent @DRUG$ phosphorylase inhibitor, tipiracil hydrochloride.	An oral combination lozenge combines @DRUG$ with a potent @DRUG$ phosphorylase inhibitor , tipiracil hydrochloride .	oral An combination tablet combines @DRUG$ with a potent @DRUG$ phosphorylase inhibitor , tipiracil hydrochloride .	An oral combination tablet combines @DRUG$ with a @DRUG$ phosphorylase inhibitor , tipiracil hydrochloride .	@DRUG$ is combined with a potent @DRUG$ phosphorylase inhibitor in an oral tablet.	0
0	@DRUG$ (5 mg/kg) and U-43,465 (32 @DRUG$/kg) were able to antagonize the anxiogenic effects of all three compounds, unlike classical 1,4-benzodiazepines, that are not able to antagonize the effects of yohimbine.	@DRUG$ ( v mg / kilogram ) and U-43,465 ( 32 @DRUG$ / kilogram ) were able to antagonise the anxiogenic effects of all three combine , unlike classical 1,4 - benzodiazepines , that are not able to antagonise the effects of yohimbine .	@DRUG$ ( 5 mg / kg ) and U-43,465 effects 32 @DRUG$ / kg ) were the to antagonize able anxiogenic effects of all three compounds , 1,4 classical unlike - benzodiazepines , that not are able to antagonize the ( of yohimbine .	@DRUG$ ( mg / kg ) and U-43,465 32 @DRUG$ / ) were able to antagonize the anxiogenic effects of all three compounds , unlike classical 1,4 - benzodiazepines , that not able to antagonize the effects of yohimbine .	@DRUG$ ( 5 mg / kg ) and U-43,465 ( 32 @DRUG$ / kg ) were able to block the anxiety-causing effects of all three compounds, unlike classical 1,4 - benzodiazepines, which are not able to block the effects of yoh	0
0	The pharmacokinetics of the antidepressant @DRUG$ and its main metabolite in healthy humans--influence of alcohol @DRUG$-administration.	The pharmacokinetics of the antidepressant drug @DRUG$ and its main metabolite in healthy humans -- influence of alcoholic beverage @DRUG$ - administration .	The pharmacokinetics of the and @DRUG$ antidepressant main its metabolite in healthy humans -- influence of alcohol @DRUG$ - administration .	pharmacokinetics of the antidepressant @DRUG$ its metabolite in healthy humans -- influence of @DRUG$ - administration .	The pharmacokinetics of the antidepressant @DRUG$ and its main metabolite in healthy humans -- how the alcohol @DRUG$ affects their administration.	0
0	Comet assay found significant differences (p < 0.01) in the distributions of DNA damage grades between the negative controls and groups treated in vitro with 0.05, 0.1, 0.2 and 0.5 @DRUG$ l(-1) of imidacloprid and 5, 25, 50 and 100 mg @DRUG$(-1) of RH-5849, respectively.	Comet seek found important differences ( p < 0.01 ) in the distributions of DNA damage range between the veto controls and groups treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 @DRUG$ l ( - one ) of imidacloprid and 5 , 25 , 50 and 100 mg @DRUG$ ( - one ) of rh - 5849 , respectively .	Comet assay found significant differences ( p < 0.01 ) in the distributions of DNA damage grades 0.2 the negative , 50 , treated in vitro with 0.05 0.1 groups controls between and 0.5 @DRUG$ l ( - 1 ) of imidacloprid and 5 , 25 and and , 100 mg @DRUG$ ( - 1 ) of RH - 5849 , respectively .	Comet assay significant differences ( p < 0.01 ) in the distributions DNA damage grades between the negative controls and groups treated in vitro with 0.05 , 0.1 , and 0.5 @DRUG$ l - 1 ) of imidacloprid and 5 , 25 , 50 and 100 mg @DRUG$ ( - 1 ) of RH - 5849 , respectively .	The comet assay found significant differences ( p < 0.01 ) in the distributions of DNA damage grades between the negative controls and groups treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 @DRUG$ l ( - 1 ) of imidacloprid and	1
0	As a component of 3-drug regimens in direct comparative studies, @DRUG$ was at least as effective @DRUG$ lansoprazole, pantoprazole, bismuth compounds and ranitidine.	equally a component of 3 - drug regimens in aim comparative studies , @DRUG$ was at least as effective @DRUG$ lansoprazole , pantoprazole , bismuth compounds and ranitidine .	As a component drug 3 - of regimens in direct comparative studies , @DRUG$ was at ranitidine as effective @DRUG$ lansoprazole , pantoprazole , bismuth compounds and least .	As a of 3 - drug regimens in direct comparative studies , @DRUG$ was at as effective @DRUG$ lansoprazole , pantoprazole , bismuth compounds and .	@DRUG$ was just as effective as @DRUG$ in treating stomach ulcers.	0
0	Mice were fed a control diet or a diet containing @DRUG$ (8-12 @DRUG$/kg/day) for 7 days prior to treatment with acetaminophen (300 mg/kg) or phosphate buffered saline.	Mice were fed a control dieting or a dieting containing @DRUG$ ( 8-12 @DRUG$ / kg / twenty four hours ) for  days prior to treatment with acetaminophen ( 300 mg / kg ) or phosphate buffered saline .	Mice were fed a control diet or a diet containing @DRUG$ for 8-12 @DRUG$ / / / day ) ( 7 to prior days treatment with acetaminophen ( 300 mg kg kg ) or phosphate buffered saline .	were fed a control diet or a diet containing @DRUG$ ( 8-12 @DRUG$ / kg / day ) 7 days prior to treatment with acetaminophen ( 300 mg / kg ) or phosphate buffered saline .	Mice that were fed a diet containing @DRUG$ were more resistant to the toxic effects of acetaminophen than mice that were fed a control diet.	1
0	Oral placebo, lofexidine (0.4, 0.8 and 1.6 mg, p.o.) and clonidine (0.1 and 0.2 mg, p.o.) were each tested as pre-treatments once in combination with each of three intramuscular @DRUG$ doses (0, 0.1 and 0.3 mg, i.@DRUG$.) during 18 separate experimental sessions.	oral examination placebo , lofexidine ( 0.4 , 0.8 and 1.6 milligram , po ) and clonidine ( 0.1 and 0.2 milligram , po ) were each tested as pre-treatments once in combination with each of ternion intramuscular @DRUG$ doses ( 0 , 0.1 and 0.3 milligram , i.@DRUG$ . ) during xviii separate experimental sessions .	mg 0.8 , ) ( 0.4 , placebo and 1.6 mg , p.o. lofexidine and clonidine ( 0.1 pre-treatments 0.2 Oral , p.o. ) were each tested as and once in combination with each of three intramuscular @DRUG$ doses ( 0 , 0.1 and 0.3 mg , i.@DRUG$ . ) 18 during separate experimental sessions .	Oral , lofexidine ( 0.4 , 0.8 and mg , ) and clonidine ( 0.1 and 0.2 mg , p.o. ) were each tested as pre-treatments once in combination with of three intramuscular @DRUG$ doses ( 0 0.1 and 0.3 mg , i.@DRUG$ . ) during 18 separate experimental sessions .	Oral placebo , lofexidine ( 0.4 , 0.8 and 1.6 mg , p.o. ) and clonidine ( 0.1 and 0.2 mg , p.o. ) were each tested as pre-treatments once in combination with each	1
0	With sustained levels of anxiety, long-acting benzodiazepines such as diazepam and clorazepate are usually preferred, while episodic anxiety normally responds best to shorter-acting drugs such @DRUG$ @DRUG$ or lorazepam.	With sustained story of anxiety , long-acting benzodiazepines such as valium and clorazepate are commonly preferred , while episodic anxiety normally responds best to shorter-acting drugs such @DRUG$ @DRUG$ or lorazepam .	diazepam sustained levels of anxiety or long-acting such such as With and clorazepate are usually preferred , while episodic anxiety normally responds best to shorter-acting drugs benzodiazepines @DRUG$ @DRUG$ , lorazepam .	With sustained levels of anxiety , long-acting benzodiazepines such as and clorazepate are usually preferred , while episodic normally responds best to drugs such @DRUG$ @DRUG$ or lorazepam .	With sustained levels of anxiety, long-acting benzodiazepines such as diazepam and clorazepate are usually preferred, while episodic anxiety normally responds best to shorter-acting drugs such as lorazepam.	1
1	The therapeutic efficacy of inhaled @DRUG$ has been equal to or greater than that of @DRUG$ (albuterol), fenoterol and terbutaline in both short and long term clinical trials.	The therapeutic efficacy of inhaled @DRUG$ has been equal to or greater than that of @DRUG$ ( proventil ) , fenoterol and terbutaline in both unawares and foresightful term clinical trials .	The therapeutic efficacy of inhaled @DRUG$ has of equal to or greater than that been @DRUG$ ( albuterol ) terbutaline clinical and , in both short and long term fenoterol trials .	The therapeutic efficacy of inhaled @DRUG$ has been equal to or greater than that of @DRUG$ ) , fenoterol and terbutaline in both short and long term clinical trials .	The therapeutic efficacy of inhaled @DRUG$ has been found to be equal to or greater than that of @DRUG$ ( albuterol ) , fenoterol and terbutaline in both short and long term clinical trials .	0
0	METHODS: In a factorial-design trial, 5292 people aged 70 years or older (4481 [85%] of whom were women) who were mobile before developing a low-trauma fracture were randomly assigned 800 IU daily oral @DRUG$, 1000 @DRUG$ calcium, oral vitamin D3 (800 IU per day) combined with calcium (1000 mg per day), or placebo.	METHODS : indiana a factorial - design trial run , 5292 people aged 70 years or older ( 4481 [ lxxxv % ] of whom were women ) who were peregrine before developing a low-trauma crack were randomly assigned 800 IU everyday oral @DRUG$ , 1000 @DRUG$ calcium , oral vitamin D3 ( 800 IU per day ) combined with calcium ( 1000 magnesium per day ) , or placebo .	METHODS : daily a factorial - design trial , whom assigned aged 70 years or older ( 4481 [ 85 % ] of IU were women ) who were mobile before developing 800 low-trauma fracture were randomly people a IU In oral @DRUG$ ( or @DRUG$ calcium , oral vitamin D3 , 800 5292 per day ) combined with calcium ( 1000 mg per day ) , 1000 placebo .	METHODS : In factorial - design trial , 5292 people aged 70 years or older ( [ 85 % ] of whom were women ) who were before developing low-trauma were randomly assigned 800 daily oral @DRUG$ , 1000 @DRUG$ calcium , oral vitamin D3 ( 800 IU per day combined with calcium ( 1000 mg day ) or placebo .	@DRUG$ was found to be effective in reducing the incidence of low-trauma fractures in elderly people, when compared to placebo.	1
0	@DRUG$ and @DRUG$ exhibit concentration-dependent activity and AUC/MIC (area under the concentration-time curve to minimum inhibitory concentration ratio) is the pharmacodynamic parameter that best describes their activities.	@DRUG$ and @DRUG$ exhibit concentration - dependent activity and AUC / MIC ( country under the concentration - time curve to lower limit inhibitory concentration ratio ) is the pharmacodynamic parameter that best describes their natural action .	@DRUG$ and @DRUG$ exhibit concentration minimum dependent activity and AUC / MIC ( area inhibitory the concentration - time curve to - describes concentration ratio ) is the pharmacodynamic parameter that best under their activities .	@DRUG$ and @DRUG$ exhibit concentration - dependent activity and AUC / MIC ( under concentration - time curve to minimum inhibitory concentration ratio ) is pharmacodynamic parameter that best describes their activities .	The more @DRUG$ and @DRUG$ are present, the more active they become. The AUC / MIC ratio is the best way to measure their activities.	0
0	Telmisartan 40 to 120 mg/day was as effective @DRUG$ amlodipine 5 to 10 mg/day or atenolol 50 to 100 @DRUG$/day in dose-titration studies.	Telmisartan 40 to 120 mg / day was as good @DRUG$ amlodipine 5 to tenner mg / day or atenolol fifty to 100 @DRUG$ / day in dose-titration studies .	Telmisartan 40 to 120 5 / day was as / @DRUG$ amlodipine mg to 10 mg effective day or atenolol 50 to 100 @DRUG$ / day in dose-titration studies .	Telmisartan 40 to 120 mg / day was effective @DRUG$ amlodipine to 10 mg / day or atenolol 50 to 100 @DRUG$ / day in dose-titration studies .	Telmisartan 40 to 120 mg / day was as effective as amlodipine 5 to 10 mg / day or atenolol 50 to 100 mg / day in dose-titration studies .	1
0	The sedative effects of intramuscular (IM) @DRUG$ in 2-hydroxypropyl-@DRUG$ (alfaxalone-HPCD) were evaluated in cats.	The sedative effects of intramuscular ( IM ) @DRUG$ in 2-hydroxypropyl-@DRUG$ ( alfaxalone - HPCD ) were judge in retch .	The sedative effects IM intramuscular ( of ) @DRUG$ alfaxalone 2-hydroxypropyl-@DRUG$ ( in - HPCD ) were evaluated in cats .	The sedative effects of intramuscular ( IM ) @DRUG$ in 2-hydroxypropyl-@DRUG$ ( alfaxalone - HPCD ) were evaluated in cats .	The sedative effects of intramuscular ( IM ) @DRUG$ in 2-hydroxypropyl-@DRUG$ ( alfaxalone - HPCD ) were evaluated in cats ."DRUGA is a sedative, and DRUGB is the drug that was used	0
0	In patients with mild-to-moderate hypertension irbesartan was @DRUG$ effective as @DRUG$, atenolol and amlodipine, and more effective than valsartan in terms of absolute reduction in BP and response rates.	In patients with mild- to-moderate hypertension irbesartan was @DRUG$ effective as @DRUG$ , tenormin and amlodipine , and more effective than diovan in terms of sheer reduction in BP and response rates .	In patients effective mild- atenolol hypertension irbesartan was @DRUG$ effective as @DRUG$ , to-moderate and amlodipine , and more with than valsartan in terms of absolute and in BP reduction response rates .	In patients with mild- to-moderate irbesartan was @DRUG$ effective as @DRUG$ atenolol and , more effective than valsartan in of absolute reduction in BP and response rates .	Irbesartan was more effective than valsartan in terms of absolute reduction in BP and response rates.	1
0	@DRUG$ 0.024% solution applied topically once daily appears more effective in reducing IOP in OHT and OAG subjects than either latanoprost or @DRUG$, with a side effect profile similar to that of latanoprost.	@DRUG$ 0.024 % solution applied topically once daily appears more effective in reducing IOP in OHT and OAG field of study than either latanoprost or @DRUG$ , with a side effect visibility interchangeable to that of latanoprost .	@DRUG$ 0.024 % solution applied topically latanoprost daily appears more effective in reducing IOP in either and OAG than subjects OHT latanoprost or @DRUG$ , with a side effect profile similar to that of once .	@DRUG$ 0.024 % solution applied topically once daily appears more effective in reducing in OHT and OAG than either latanoprost or @DRUG$ , with a side effect profile similar to that of latanoprost .	@DRUG$ is more effective than either latanoprost or @DRUG$ in reducing IOP, with a side effect profile similar to that of latanoprost.	0
0	CONCLUSIONS: In Phase III studies, doripenem was noninferior to meropenem in the treatment of cIAIs; noninferior to levofloxacin in the treatment of cUTIs; and noninferior to @DRUG$ and piperacillin/@DRUG$ in the treatment of nosocomial pneumonia.	ratiocination : inward phase III studies , doripenem was noninferior to meropenem in the discourse of cIAIs ; noninferior to levofloxacin in the discourse of cUTIs ; and noninferior to @DRUG$ and piperacillin / @DRUG$ in the discourse of nosocomial pneumonia .	CONCLUSIONS : In Phase the studies ; doripenem was noninferior to meropenem in III treatment of cIAIs ; treatment to levofloxacin in the noninferior of cUTIs , and noninferior to @DRUG$ and piperacillin / @DRUG$ in nosocomial treatment of the pneumonia .	CONCLUSIONS : In Phase III studies , doripenem was noninferior to meropenem in treatment of cIAIs ; noninferior to in the treatment of ; and noninferior to @DRUG$ and piperacillin / @DRUG$ the treatment of nosocomial pneumonia .	Doripenem was found to be just as effective as meropenem in the treatment of cIAIs, just as effective as levofloxacin in the treatment of cUTIs, and just as effective as both @DRUG$ and piperacillin/@DRUG$	0
0	In two randomised, double-blind trials in 1132 cancer patients receiving moderately emetogenic chemotherapy, intravenous @DRUG$ 0.25 mg was more effective than intravenous ondansetron 32 mg in producing a complete response (no emesis, no use of rescue medication) during acute (0-24 hours) or delayed (24-120 hours) phases, and similar to intravenous dolasetron 100 @DRUG$ in acute, but more effective in delayed phase.	In two randomised , image - blind tryout in 1132 crab patients receiving moderately emetogenic chemotherapy , endovenous @DRUG$ 0.25 mg was more effective than endovenous ondansetron 32 mg in producing a ended response ( no emesis , no use of rescue medication ) during acute accent ( 0 - 24 hours ) or delayed ( 24 - cxx hours ) phases , and similar to endovenous dolasetron 100 @DRUG$ in acute accent , but more effective in delayed phase .	In two , , double - ( trials in 1132 cancer patients 24 moderately emetogenic ) , intravenous @DRUG$ 0.25 mg was dolasetron effective than intravenous ondansetron 32 mg in producing a complete response ( no emesis , no use ) rescue medication ) during acute blind 0 - 24 hours of or delayed ( receiving - 120 hours chemotherapy phases , and similar to intravenous randomised 100 @DRUG$ in acute more but more effective in delayed phase .	In two randomised , double - blind trials in 1132 cancer patients receiving moderately emetogenic chemotherapy , intravenous @DRUG$ 0.25 mg effective intravenous ondansetron 32 mg in producing a complete response ( no emesis , no use of rescue medication ) ( 0 - 24 hours ) or delayed ( 24 - 120 hours ) phases , and similar to intravenous dolasetron 100 @DRUG$ in , but more effective in delayed phase .	@DRUG$ is more effective than ondansetron in producing a complete response during the acute or delayed phases, and similar to dolasetron in the acute phase, but more effective in the delayed phase.	1
0	A potentially useful alternative sedation protocol includes a combination of butorphanol, azaperone, and @DRUG$ (BAM: 0.43 mg/kg butorphanol, 0.36 mg/kg azaperone, 0.14 @DRUG$/kg medetomidine).	antiophthalmic factor potentially useful alternative sedation communications protocol admit a combination of butorphanol , azaperone , and @DRUG$ ( BAM : 0.43 mg / kg butorphanol , 0.36 mg / kg azaperone , 0.14 @DRUG$ / kg medetomidine ) .	A potentially useful alternative sedation protocol includes a combination , butorphanol ) azaperone , and @DRUG$ ( BAM : 0.43 mg / kg , of 0.36 mg / kg azaperone , 0.14 @DRUG$ / kg medetomidine butorphanol .	A potentially useful alternative sedation protocol includes a combination of butorphanol , azaperone , and @DRUG$ ( BAM : 0.43 mg kg butorphanol , 0.36 mg / kg azaperone , 0.14 @DRUG$ / kg medetomidine ) .	Butorphanol, azaperone, and medetomidine (@DRUG$) can be used together to provide sedation in horses.	1
1	The approval of this taxane derivative was based primarily on the results of a randomized, open-label trial in patients with mCRPC who were treated with either cabazitaxel 25 mg/m(2) or @DRUG$ (Novantrone) 12 mg/m(2) intravenously every 3 weeks, both in combination with prednisone 10 @DRUG$/day.	The approval of this taxane derivative was based primarily on the results of a randomize , open- label trial in patients with mCRPC who were treated with either cabazitaxel xxv mg / molar concentration ( 2 ) or @DRUG$ ( Novantrone ) twelve mg / m( 2 ) intravenously every ternion weeks , both in combination with prednisone 10 @DRUG$ / clarence shepard day jr .	2 approval of this taxane treated was based primarily on the patients of a randomized , with label trial in who open- mCRPC results were derivative with either cabazitaxel 25 mg m / ( 2 ) or @DRUG$ ( Novantrone ) 12 mg / m( The ) intravenously every 3 weeks , both in combination with prednisone 10 @DRUG$ / day .	The approval of this taxane derivative was based primarily on results of a randomized , open- in patients with mCRPC who were with either cabazitaxel 25 mg / m ( 2 ) @DRUG$ ( Novantrone ) 12 mg / m( 2 ) intravenously every 3 weeks , both in combination with prednisone 10 @DRUG$ / day .	The approval of this taxane derivative was based primarily on the results of a randomized, open-label trial in patients with mCRPC who were treated with either cabazitaxel 25 mg/m2 or @DRUG$ (Novantrone) 12 mg/m2 intravenously every 3	1
0	The aim of this study was to analyze the effects of mid-cycle administration of @DRUG$ @DRUG$ (UPA) on gene expression in endometrial biopsies taken during the receptive phase of the cycle.	The aim of this study was to analyze the effects of mid-cycle administration of @DRUG$ @DRUG$ ( UPA ) on factor verbal expression in endometrial biopsies get hold of during the receptive phase of the cycle .	The aim of this study of to analyze of effects the mid-cycle administration of @DRUG$ @DRUG$ ( UPA ) on gene expression in endometrial biopsies taken the the receptive phase was during cycle .	The aim this study was to analyze the effects of mid-cycle administration of @DRUG$ @DRUG$ UPA ) gene expression in endometrial biopsies taken during the receptive phase of the .	The study looked at how the gene expression in the endometrium (lining of the uterus) changed after taking mid-cycle doses of @DRUG$ and @DRUG$.	0
0	In an observer-blind four-way crossover study, 7 healthy volunteers received in random sequence, one month apart, atenolol 100 mg od, propranolol (slow release) 160 @DRUG$ od, @DRUG$ 5 mg tid, and nebivolol 5 mg od for a period of seven days, followed by a single-blind placebo washout period of seven days.	In an commentator - blind four -way crossover study , 7 healthy volunteers find in random sequence , one month isolated , atenolol 100 mg od , propranolol ( slow let go ) 160 @DRUG$ od , @DRUG$ pentad mg tid , and nebivolol pentad mg od for a period of seven days , play along by a single - blind placebo washout period of seven days .	In an observer - blind four -way crossover study , and healthy volunteers received in random sequence , one month apart od atenolol 100 mg , , followed ( slow release ) 160 @DRUG$ od , @DRUG$ 5 mg period , 7 nebivolol period for od mg a tid of seven days , propranolol by a single - blind placebo washout 5 of seven days .	an observer - blind four -way crossover study , 7 healthy volunteers received in sequence , one month apart , atenolol 100 mg od propranolol ( slow release ) 160 @DRUG$ od , @DRUG$ 5 mg tid , and nebivolol 5 mg od for a period of seven days , followed by a single - blind placebo washout period of seven days .	Atenolol 100 mg od was compared with propranolol ( slow release ) 160 mg od , @DRUG$ 5 mg tid and nebivolol 5 mg od in a group of healthy volunteers. The study found that atenolol was as effective as propranolol,	1
1	To determine whether paroxetine has anticholinergic effects in vivo, we examined the effects of paroxetine on oxotremorine-induced tremor, spontaneous defecation and passive avoidance performance using mice and compared the results with those using @DRUG$, another selective serotonin reuptake inhibitor, and clomipramine, a tricyclic antidepressant with @DRUG$ selectivity.	To determine whether paroxetine has anticholinergic drug issue in vivo , we examined the issue of paroxetine on oxotremorine - induced earth tremor , spontaneous defecation and passive voice avoidance performance using mice and compared the result with those using @DRUG$ , another selective serotonin reuptake inhibitor , and clomipramine , a tricyclic antidepressant with @DRUG$ selectivity .	To paroxetine whether paroxetine has anticholinergic effects in vivo , we examined the effects using determine on with - induced tremor , spontaneous defecation and passive avoidance performance of mice inhibitor compared the results oxotremorine those using @DRUG$ , another selective and reuptake serotonin , and clomipramine , a tricyclic antidepressant with @DRUG$ selectivity .	To determine whether paroxetine anticholinergic effects in vivo , we examined the effects of paroxetine on oxotremorine - induced tremor , spontaneous defecation and passive using and compared the results with @DRUG$ another selective serotonin reuptake inhibitor , and clomipramine a tricyclic antidepressant with @DRUG$ selectivity .	Paroxetine has anticholinergic effects in vivo , as demonstrated by its ability to reduce oxotremorine - induced tremor , spontaneous defecation and passive avoidance performance.	1
0	The 6-minute walk distance increased in all ambrisentan groups; mean placebo-corrected treatment effects were 31 @DRUG$ (P=0.008) and 51 m (P<0.001) in ARIES-1 for 5 and 10 @DRUG$ ambrisentan, respectively, and 32 m (P=0.022) and 59 m (P<0.001) in ARIES-2 for 2.5 and 5 mg ambrisentan, respectively.	The 6 - min walkway distance increased in all ambrisentan groups ; stand for placebo-corrected treatment personal effects were 31 @DRUG$ ( P=0.008 ) and 51 m ( P< 0.001 ) in aries the ram - 1 for 5 and 10 @DRUG$ ambrisentan , respectively , and 32 m ( P=0.022 ) and 59 m ( P< 0.001 ) in aries the ram -  for 2.5 and 5 mg ambrisentan , respectively .	The 6 - minute walk distance - 5 all ambrisentan groups ; mean placebo-corrected treatment effects were 31 @DRUG$ ( P=0.008 ) and 51 m ( P< 0.001 ) in in - 1 for 5 and 10 @DRUG$ ambrisentan 59 respectively , and 32 m ( P=0.022 ) and , m ( P< 0.001 ) ambrisentan increased ARIES 2 for 2.5 and ARIES mg in , respectively .	minute increased in all ambrisentan groups mean placebo-corrected treatment effects were 31 @DRUG$ ( P=0.008 ) and 51 m ( P< ) ARIES - 1 for 5 10 @DRUG$ ambrisentan , respectively , and 32 m ( P=0.022 ) and 59 ( P< 0.001 ) in ARIES - 2 for 2.5 and 5 mg ambrisentan , respectively .	The 6 - minute walk distance increased in all ambrisentan groups ; mean placebo-corrected treatment effects were 31 @DRUG$ ( P=0.008 ) and 51 m ( P< 0.001 ) in ARIES - 1 for 5 and 10 @DRUG$ ambrisentan	0
0	A Phase II, 4-week randomized, double-blind, placebo-controlled clinical trial was conducted to evaluate the safety and efficacy of the Ampakine compound @DRUG$ @DRUG$ a potential treatment for the underlying disorder in fragile X syndrome (FXS).	A form II , 4 - week randomized , double - unsighted , placebo-controlled clinical trial was conducted to evaluate the safety and efficacy of the Ampakine compound @DRUG$ @DRUG$ a potential discussion for the underlying disorder in slight X syndrome ( FXS ) .	A Phase ( , 4 - week randomized disorder double - blind , placebo-controlled clinical trial Ampakine conducted to evaluate the safety and , of the was compound @DRUG$ @DRUG$ a potential treatment for the underlying efficacy in fragile X syndrome II FXS ) .	A Phase II 4 - week randomized , double - blind placebo-controlled clinical trial was conducted to the efficacy of the Ampakine compound @DRUG$ @DRUG$ a potential treatment for the underlying disorder in X syndrome ( FXS ) .	A Phase II clinical trial was conducted to evaluate the safety and efficacy of the Ampakine compound @DRUG$ as a potential treatment for the underlying disorder in fragile X syndrome ( FXS ). @DRUG$ was found to be safe and effective in treating FXS.	0
1	RESULTS: SQ109 at 0.5 of its MIC demonstrated strong Synergistic activity with 0.5 MIC isoniazid and @DRUG$ low as 0.1 MIC @DRUG$ in inhibition of M. tuberculosis growth.	lead : SQ109 at 0.5 of its MIC demonstrated hard Synergistic body process with 0.5 MIC isoniazid and @DRUG$ low as 0.1 MIC @DRUG$ in inhibition of M. tuberculosis growth .	RESULTS : SQ109 at 0.5 of its MIC demonstrated strong Synergistic activity 0.5 with MIC isoniazid and @DRUG$ low inhibition in MIC @DRUG$ 0.1 as of M. tuberculosis growth .	RESULTS : SQ109 at of its MIC demonstrated strong Synergistic activity with 0.5 MIC isoniazid and @DRUG$ low as 0.1 MIC @DRUG$ of M. tuberculosis growth .	SQ109 at 0.5 of its MIC demonstrated strong Synergistic activity with 0.5 MIC isoniazid and @DRUG$ low as 0.1 MIC @DRUG$ in inhibition of M. tuberculosis growth .	0
0	A single oral dose of @DRUG$ of between 0.125 and 0.750 @DRUG$, taken 2 - 3 h before bedtime, is usually able to control sensory symptoms and motor signs of restless legs syndrome.	ampere single unwritten dose of @DRUG$ of between 0.125 and 0.750 @DRUG$ , taken 2 - 3 h before bedtime , is usually able to control sensory symptom and motor signs of restless legs syndrome .	A single oral dose restless @DRUG$ of between 0.125 and before @DRUG$ , taken 2 - 3 h 0.750 bedtime , is usually able to control sensory symptoms and motor of of signs legs syndrome .	A single oral dose of @DRUG$ of between 0.125 and 0.750 @DRUG$ , 2 - 3 h before , is usually able to sensory symptoms and motor signs of restless legs syndrome .	A single oral dose of @DRUG$ of between 0.125 and 0.750 @DRUG$, taken 2 - 3 h before bedtime, is usually able to control sensory symptoms and motor signs of restless legs syndrome.	0
0	Although binding affinity was not demonstrable at the serotonin (5-HT) transporter site (SERT), novel findings of the study included affinity for the 5-HT1A and 5-HT2B receptor sites for both d- and @DRUG$-MPH, with d-@DRUG$ exerting by far the most predominant effects at these sites.	Although binding affinity was not demonstrable at the  hydroxytryptamine ( quint - HT ) transporter site ( SERT ) , fresh retrieve of the study let in affinity for the quint - HT1A and quint - HT2B receptor sites for both d- and @DRUG$ - MPH , with d-@DRUG$ exerting by far the most predominant effects at these sites .	sites binding affinity far ( demonstrable at the serotonin @DRUG$ 5 - HT ) transporter site ( SERT ) , novel receptor of the study included affinity for the 5 - HT1A and 5 - HT2B findings Although for both d- and not - MPH , with d-@DRUG$ exerting by was the most predominant effects at these sites .	Although binding affinity was not demonstrable at the serotonin ( 5 - HT ) transporter site ( SERT , novel findings of the study included affinity for the 5 - HT1A and 5 HT2B sites for both d- and @DRUG$ - MPH with d-@DRUG$ exerting the most predominant effects at these	@DRUG$ binds to the serotonin (5-HT) transporter site (SERT) and the 5-HT1A and 5-HT2B receptor sites, but d-@DRUG$ has a much stronger affinity for these sites than DRUGA does.	0
0	Isolation, via activity-directed fractionation, of @DRUG$ and @DRUG$ as 2 allergens responsible for tennis shoe dermatitis.	isolation , via action - directed fractionation , of @DRUG$ and @DRUG$ as 2 allergens responsible for tennis shoe dermatitis .	Isolation , via activity - directed dermatitis , of @DRUG$ shoe @DRUG$ as 2 allergens responsible for tennis and fractionation .	, via activity - , of @DRUG$ and @DRUG$ as 2 allergens responsible for tennis shoe dermatitis .	@DRUG$ and @DRUG$ are two allergens isolated from tennis shoe dermatitis.	0
1	Studies in patients undergoing hip surgery have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin, warfarin, dextran 70 and @DRUG$-dihydroergotamine, while additional data suggest no difference between danaparoid, enoxaparin and @DRUG$.	discipline in patients undergoing hip surgery have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin , coumadin , dextran lxx and @DRUG$ - dihydroergotamine , while additional information suggest no difference between danaparoid , enoxaparin and @DRUG$ .	Studies in patients with hip surgery have shown that danaparoid significantly reduces the incidence of warfarin DVT compared postoperative aspirin , undergoing additional dextran 70 and @DRUG$ - dihydroergotamine , while , data suggest no difference between danaparoid , enoxaparin and @DRUG$ .	in hip surgery have that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin warfarin , dextran 70 @DRUG$ - dihydroergotamine , while additional data suggest no difference between danaparoid , enoxaparin and @DRUG$ .	Studies have shown that danaparoid is more effective than aspirin, warfarin, dextran 70, and @DRUG$ in preventing DVT, while there is no difference between danaparoid, enoxaparin, and @DRUG$.	0
1	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and/or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (fenfluramine, dexfenfluramine, @DRUG$ and sibutramine), tricyclic derivatives (@DRUG$), phenylpropanolamine derivatives (ephedrin, phenylpropanolamine), phenylpropanolamine oxytrifluorphenyl derivative (fluoxetine), a naftilamine derivative (sertraline) and a lipstatine derivative (orlistat).	The authors present an extensive limited review on the criterion for anti-obesity direction efficacy , on physiologic mechanisms that regulate central and / or peripheral muscularity homeostasis ( nutrients , monoamines , and peptides ) , on beta- phenethylamine pharmacologic differential agents ( fenfluramine , dexfenfluramine , @DRUG$ and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , phenylpropanolamine derivatives ( ephedrin , phenylpropanolamine ) , phenylpropanolamine oxytrifluorphenyl differential ( prozac ) , a naftilamine differential ( sertraline ) and a lipstatine differential ( orlistat ) .	The authors present an extensive review on the criteria for anti-obesity ) efficacy , on physiological mechanisms that ( central and / or peripheral energy and ( nutrients , monoamines , homeostasis peptides management , on beta- , pharmacological derivative agents ( fenfluramine , dexfenfluramine , @DRUG$ and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , phenylpropanolamine derivatives fluoxetine ephedrin , phenylpropanolamine ) a phenylpropanolamine oxytrifluorphenyl derivative ( regulate ) and a naftilamine derivative ( sertraline ) , phenethylamine lipstatine derivative ( orlistat ) .	The authors present an extensive review on the criteria for anti-obesity management , on physiological mechanisms that central and / or peripheral energy homeostasis ( nutrients , monoamines , and peptides ) , beta- pharmacological derivative agents ( fenfluramine , dexfenfluramine , @DRUG$ and sibutramine ) , tricyclic derivatives ( @DRUG$ ) , phenylpropanolamine derivatives ( ephedrin , phenylpropanolamine ) , phenylpropanolamine oxytrifluorphenyl ( fluoxetine ) , a naftilamine derivative ( sertraline ) and a lipstatine derivative ( orlistat ) .	The authors present an extensive review on the criteria for anti-obesity management efficacy, on physiological mechanisms that regulate central and / or peripheral energy homeostasis (nutrients, monoamines, and peptides), on beta-phenethylamine pharmacological derivative agents (fenfluramine, de	1
1	Subsequently, gemfibrozil, fenofibrate, @DRUG$, ciprofibrate and long-acting forms of @DRUG$, fenofibrate and bezafibrate have been developed.	later , gemfibrozil , fenofibrate , @DRUG$ , ciprofibrate and long acting forms of @DRUG$ , fenofibrate and bezafibrate have been developed .	Subsequently , gemfibrozil , fenofibrate , @DRUG$ been and and long-acting forms of @DRUG$ , fenofibrate ciprofibrate bezafibrate have , developed .	Subsequently , gemfibrozil , fenofibrate , @DRUG$ , ciprofibrate and long-acting forms of @DRUG$ , fenofibrate and bezafibrate have been developed .	Subsequently, drugs that are similar to gemfibrozil and fenofibrate (@DRUG$) have been developed, including fenofibrate and bezafibrate.	1
0	The inhibitory effect of gabexate mesylate, which is used therapeutically in the treatment of pancreatitis and disseminated intravascular coagulation, and as a regional anticoagulant agent for hemodialysis, has been measured on bovine factor Xa, bovine alpha-@DRUG$, human Lys77-plasmin, human urinary kallikrein, human @DRUG$, porcine pancreatic beta-kallikrein-B, and bovine beta-trypsin catalyzed hydrolysis of p-nitrophenyl esters of N-alpha-carbobenzoxy-L-arginine and N-alpha-carbobenzoxy-L-lysine.	The inhibitory effect of gabexate mesylate , which is used therapeutically in the discourse of pancreatitis and disseminate intravascular coagulation , and as a regional anticoagulant agent for haemodialysis , has been measure out on bovid factor Xa , bovid alpha- @DRUG$ , human Lys77 - fibrinolysin , human urinary kallikrein , human @DRUG$ , porcine pancreatic beta-kallikrein-B , and bovid beta-trypsin catalyze hydrolysis of p-nitrophenyl esters of N-alpha-carbobenzoxy - L-arginine and N-alpha-carbobenzoxy - L-lysine .	The inhibitory effect of gabexate mesylate , which is used treatment in the therapeutically of pancreatitis and L-lysine and coagulation , been as a regional anticoagulant agent for hemodialysis , has and measured on bovine factor Xa , hydrolysis alpha- @DRUG$ , human Lys77 - plasmin , human urinary kallikrein , human @DRUG$ disseminated porcine pancreatic beta-kallikrein-B , and bovine beta-trypsin catalyzed bovine of p-nitrophenyl esters of N-alpha-carbobenzoxy - L-arginine , N-alpha-carbobenzoxy - intravascular .	The effect gabexate mesylate , which is used therapeutically in the treatment of pancreatitis and disseminated intravascular , and as a agent for hemodialysis , has been measured on bovine factor Xa , bovine @DRUG$ , Lys77 - plasmin , human urinary kallikrein , human @DRUG$ , porcine pancreatic beta-kallikrein-B , and bovine beta-trypsin catalyzed hydrolysis of p-nitrophenyl esters of N-alpha-carbobenzoxy - L-arginine and N-alpha-carbobenzoxy - L-lysine .	The inhibitory effect of gabexate mesylate on bovine factor Xa , bovine alpha- @DRUG$ , human Lys77 - plasmin , human urinary kallikrein , human @DRUG$ , porcine pancreatic beta-kallik	0
0	Both the immunosuppressant SR31747 and the antiestrogen tamoxifen bind to an @DRUG$-insensitive site of mammalian Delta8-Delta7 @DRUG$ isomerase.	Both the immunosuppressant SR31747 and the antiestrogen estrogen antagonist truss to an @DRUG$ - insensitive site of mammalian Delta8 - Delta7 @DRUG$ isomerase .	Both the immunosuppressant mammalian and the Delta8 tamoxifen bind to an @DRUG$ - insensitive site of SR31747 antiestrogen - Delta7 @DRUG$ isomerase .	Both the immunosuppressant the antiestrogen tamoxifen bind to @DRUG$ - insensitive site of mammalian Delta8 @DRUG$ isomerase .	Both the immunosuppressant SR31747 and the antiestrogen tamoxifen bind to an enzyme that is not affected by the presence of @DRUG$.	1
0	RESULTS: Occupancy of skeletal muscle Na/@DRUG$-ATPase with digoxin was 9% (@DRUG$ < 0.05).	RESULTS : Occupancy of wasted muscle Na / @DRUG$ - ATPase with digoxin was nine % ( @DRUG$ < 0.05 ) .	RESULTS - Occupancy of skeletal muscle Na ) @DRUG$ : ATPase with digoxin was 9 % ( @DRUG$ < 0.05 / .	RESULTS Occupancy of skeletal muscle Na / @DRUG$ - ATPase with digoxin was 9 % ( @DRUG$ 0.05 ) .	The occupancy of skeletal muscle Na / @DRUG$ - ATPase with digoxin was 9 % ( @DRUG$ < 0.05 ) .	0
0	The licensed anti-HIV drugs fall into five categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine); nucleotide reverse transcriptase inhibitors (NtRTIs: tenofovir disoproxil fumarate); non-nucleoside reverse transcriptase inhibitors (NNRTIs: nevirapine, delavirdine and efavirenz); protease inhibitors (PIs: saquinavir, indinavir, ritonavir, @DRUG$, amprenavir, lopinavir, atazanavir and @DRUG$); and fusion inhibitors (FIs: enfuvirtide).	The licensed anti-HIV drugs fall into five categories : nucleoside override transcriptase inhibitor ( NRTIs : azt , dideoxyinosine , zalcitabine , stavudine , tc , abacavir and emtricitabine ) ; nucleotide override transcriptase inhibitor ( NtRTIs : tenofovir disoproxil fumarate ) ; non-nucleoside override transcriptase inhibitor ( NNRTIs : viramune , delavirdine and efavirenz ) ; protease inhibitor ( PIs : saquinavir , crixivan , norvir , @DRUG$ , amprenavir , lopinavir , atazanavir and @DRUG$ ) ; and fusion inhibitor ( FIs : enfuvirtide ) .	The licensed anti-HIV inhibitors fall into five categories : drugs reverse transcriptase inhibitors ( NRTIs : zidovudine , , , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ) ) nucleotide reverse transcriptase nucleoside ( NtRTIs fumarate tenofovir disoproxil ; ) ; non-nucleoside reverse transcriptase inhibitors ( ritonavir : nevirapine , delavirdine and efavirenz ) : protease ; ( PIs : saquinavir , indinavir , NNRTIs , @DRUG$ , amprenavir didanosine lopinavir , atazanavir and @DRUG$ inhibitors ; and fusion inhibitors ( FIs : enfuvirtide ) .	licensed anti-HIV drugs fall into five categories : nucleoside reverse transcriptase inhibitors ( NRTIs : zidovudine , didanosine , zalcitabine , stavudine , and emtricitabine ) ; nucleotide reverse transcriptase inhibitors ( : disoproxil fumarate ) ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs : nevirapine , delavirdine and efavirenz ) protease inhibitors ( PIs : saquinavir , indinavir , ritonavir @DRUG$ amprenavir , lopinavir , atazanavir and @DRUG$ and fusion inhibitors ( FIs : enfuvirtide ) .	The licensed anti-HIV drugs fall into five categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitab	1
0	This mechanism likely contributes to @DRUG$'s action @DRUG$ a DMARD in RA and other autoimmune diseases.	This chemical mechanism likely contributes to @DRUG$ 's action @DRUG$ a DMARD in RA and other autoimmune diseases .	This mechanism likely contributes to @DRUG$ 's action @DRUG$ diseases DMARD in RA and other autoimmune a .	mechanism likely contributes to @DRUG$ 's action @DRUG$ a DMARD in other autoimmune diseases .	@DRUG$ likely contributes to @DRUG$'s action as a DMARD in RA and other autoimmune diseases.	0
0	Characteristic of alpha 1-adrenoceptor antagonists, doxazosin also has favourable effects on the plasma lipid profile in that it decreases total @DRUG$ and triglycerides, and increases high density lipoprotein (HDL) cholesterol as well @DRUG$ the HDL/total cholesterol ratio.	Characteristic of alpha single - adrenoceptor antagonist , doxazosin also has favourable effects on the plasm lipid profile in that it decreases total @DRUG$ and triglycerides , and increases high compactness lipoprotein ( HDL ) cholesterol as well @DRUG$ the HDL / total cholesterol ratio .	Characteristic of alpha ( - the antagonists , doxazosin also has favourable effects lipoprotein triglycerides plasma lipid profile in that it decreases total @DRUG$ and adrenoceptor , and increases high density on 1 HDL ) cholesterol as well @DRUG$ the HDL / total cholesterol ratio .	Characteristic of alpha 1 - adrenoceptor antagonists doxazosin also has favourable effects on the plasma lipid profile in that it decreases total @DRUG$ and triglycerides , and increases high density lipoprotein ( HDL ) cholesterol as @DRUG$ the / total cholesterol ratio .	Doxazosin is an alpha 1 - adrenoceptor antagonist that also has favourable effects on the plasma lipid profile, decreasing total @DRUG$ and triglycerides, and increasing high density lipoprotein (HDL) cholesterol as well as the HDL/total cholesterol ratio.	1
0	Group I: control, group II: AMT 200 @DRUG$/kg as single dose orally, group III and IV: AC 1g/kg as single dose orally 5 and 30 min after AMT administration respectively, and group 5 and 6: SPS 1 g/kg @DRUG$ single dose orally 5 and 30 min after AMT administration, respectively.	Group unity : control , group II : AMT 200 @DRUG$ / kilo as single dose orally , group III and IV : alternating electric current 1g / kilo as single dose orally quint and 30 min after AMT presidential term severally , and group quint and 6 : SPS 1 g/ kilo @DRUG$ single dose orally quint and 30 min after AMT presidential term , severally .	Group I 6 control , group II min AMT 200 @DRUG$ single kg as single dose orally AMT group III and and : AC 1g / kg as single dose orally 5 and 30 min after AMT administration respectively , after group 5 IV : : SPS 1 g/ kg @DRUG$ / dose orally 5 and 30 : and , administration , respectively .	Group I : control , group II : AMT 200 @DRUG$ / kg as single dose orally , group III and : AC 1g / kg as single dose orally 5 and 30 after AMT administration respectively , and group 5 and 6 SPS 1 kg @DRUG$ single dose orally 5 and 30 min after AMT administration respectively .	Group I : control , group II : AMT 200 @DRUG$ / kg as single dose orally , group III and IV : AC 1g / kg as single dose orally 5 and 30 min after AMT administration respectively , and group 5 and 6 : SPS 1 g/ kg @DRUG$	0
1	3,4-Methylenedioxymethamphetamine (MDMA) and its derivatives, 2,5-dimethoxy-4-bromo-@DRUG$ hydrobromide (DOB) and para-methoxyamphetamine (PMA), are recreational drugs whose pharmacological effects have recently been attributed to @DRUG$ 5HT2A/C receptors.	3,4-Methylenedioxymethamphetamine ( MDMA ) and its derivatives , 2,5 - dimethoxy - 4 - bromo-@DRUG$ hydrobromide ( DOB ) and para-methoxyamphetamine ( PMA ) , are recreational drug whose pharmacologic effects have latterly been attributed to @DRUG$ 5HT2A / blow receptors .	3,4-Methylenedioxymethamphetamine ) MDMA ) and its derivatives , 2,5 - dimethoxy - 4 - bromo-@DRUG$ hydrobromide attributed DOB ( and / ( para-methoxyamphetamine ) , are recreational drugs whose pharmacological effects have recently been ( to @DRUG$ 5HT2A PMA C receptors .	3,4-Methylenedioxymethamphetamine ( MDMA ) its derivatives , 2,5 - dimethoxy 4 hydrobromide ( DOB and para-methoxyamphetamine ( PMA ) , are recreational whose pharmacological effects have recently been attributed to @DRUG$ 5HT2A / C receptors .	MDMA, DOB, and PMA are recreational drugs that have been found to activate @DRUG$ receptors, specifically the 5HT2A/C receptors.	1
0	Additionally, 4 of 9 children had plasma E/L above normal cut-off level after one month's supplementation with 50 IU/kg/day of CWS/F @DRUG$. All the responders had serum bilirubin levels less than 4 @DRUG$/dl while the remainder with serum direct bilirubin level more than 4 mg/dl had their plasma E/L below normal cut-off levels in spite of any vitamin E supplementation.	Additionally , 4 of 9 children had plasma E/L above normal cut-off grade after unmatched month 's supplementation with 50 IU / kg / sidereal day of CWS / F @DRUG$ . All the responder had blood serum bilirubin levels lupus erythematosus than 4 @DRUG$ / dl while the rest with blood serum direct bilirubin grade more than 4 mg / dl had their plasma E/L below normal cut-off levels in spite of any vitamin E supplementation .	any E/L 4 of 9 had had plasma , above normal cut-off level after one month 's supplementation with 50 remainder / kg / day of had the levels @DRUG$ . All / responders children serum bilirubin F less than 4 @DRUG$ / dl while the IU with serum direct bilirubin level more than 4 mg / dl CWS their plasma E/L below normal cut-off levels in spite of Additionally vitamin E supplementation .	Additionally , 4 of 9 children had plasma E/L above normal cut-off level after one month 's supplementation with 50 IU / kg day of CWS / F @DRUG$ . All the responders had serum bilirubin levels less than 4 @DRUG$ / dl while the remainder with serum direct bilirubin level more 4 mg / dl had their plasma E/L below normal levels in spite of E supplementation .	4 of 9 children who supplemented with 50 IU / kg / day of CWS / F @DRUG$ had plasma E/L levels above the normal cut-off level, while all responders had serum bilirubin levels less than 4 mg / dl. However, the remainder of children with	1
0	CH2-H4PteGlu5 (where PteGlu represents pteroylglutamic acid) was found to be 40-fold more potent than CH2-H4PteGlu1 in participating in the formation of a ternary complex, and 10 microM MTX-Glu5 significantly inhibited the formation of a ternary complex containing this @DRUG$ @DRUG$ cofactor.	CH2 - H4 PteGlu5 ( where PteGlu represents pteroylglutamic acid ) was retrieve to be twoscore - close up more potent than CH2 - H4 PteGlu1 in participating in the organisation of a triad complex , and 10 microM MTX - Glu5 significantly inhibited the organisation of a triad complex containing this @DRUG$ @DRUG$ cofactor .	PteGlu1 - H4 PteGlu5 ( where PteGlu represents pteroylglutamic acid ) was found to be 40 - fold more complex significantly CH2 - H4 CH2 in participating in the formation of a ternary potent , than 10 microM MTX formation Glu5 and inhibited the - of a ternary complex containing this @DRUG$ @DRUG$ cofactor .	CH2 - H4 PteGlu5 ( where PteGlu represents pteroylglutamic acid ) was found to be 40 fold more potent than - H4 PteGlu1 in participating of a ternary complex , and 10 microM - inhibited the formation of a ternary containing this @DRUG$ @DRUG$ cofactor .	CH2 - H4 PteGlu5 ( where PteGlu represents pteroylglutamic acid ) was found to be 40 - fold more potent than CH2 - H4 PteGlu1 in participating in the formation of a ternary complex , and 10	1
0	Oral paroxetine 10 to 60 mg/day was at least @DRUG$ effective as clomipramine 10 to 150 @DRUG$/day, but appeared to have a more rapid onset of effect, in a placebo-controlled trial.	Oral paroxetine 10 to  atomic number  / day was at least @DRUG$ effective as clomipramine 10 to 150 @DRUG$ / day , but appeared to have a more rapid onslaught of effect , in a placebo-controlled trial .	Oral paroxetine 10 to 60 mg / day was at least @DRUG$ effective as clomipramine 10 to 150 @DRUG$ / day , but , to have a more trial onset of effect appeared a in placebo-controlled rapid .	Oral paroxetine 10 to 60 mg / day was at least @DRUG$ effective clomipramine to @DRUG$ / day , appeared to a more rapid onset of effect , in placebo-controlled trial .	Oral paroxetine 10 to 60 mg / day was more effective than clomipramine 10 to 150 mg / day , but appeared to have a more rapid onset of effect , in a placebo-controlled trial .	1
1	In paediatric patients aged > or =6 months, @DRUG$ showed similar efficacy to that of @DRUG$/clavulanic acid or cefprozil in acute otitis media, and cefalexin in uncomplicated skin infections.	In pediatric patient role aged > or =6 months , @DRUG$ showed similar efficacy to that of @DRUG$ / clavulanic acid or cefprozil in acute otitis medium , and cefalexin in uncomplicated skin infections .	In paediatric patients , > or =6 months aged @DRUG$ showed similar efficacy to that of @DRUG$ / clavulanic acid or , in acute otitis media cefprozil and cefalexin in uncomplicated infections skin .	In paediatric aged > or =6 months , @DRUG$ showed similar efficacy to that of @DRUG$ / clavulanic acid or cefprozil in acute otitis media , and cefalexin in uncomplicated skin infections .	@DRUG$ is just as effective as @DRUG$ in treating pediatric patients with acute otitis media and uncomplicated skin infections.	0
0	@DRUG$-@DRUG$ (94.4% susceptible), amikacin (99.0% susceptible), and meropenem (98.0% susceptible) were the most active compounds tested against Enterobacteriaceae.	@DRUG$ -@DRUG$ ( 94.4 % susceptible ) , amikacin ( 99.0 % susceptible ) , and meropenem ( 98.0 % susceptible ) were the most active agent heighten tested against enterobacteriaceae .	) -@DRUG$ ( 94.4 % susceptible ( , amikacin ( 99.0 % susceptible ) , and meropenem ) susceptible % 98.0 @DRUG$ were the most active compounds tested against Enterobacteriaceae .	@DRUG$ -@DRUG$ ( 94.4 % susceptible ) , amikacin ( 99.0 % ) , and meropenem ( 98.0 % susceptible ) were the most active compounds tested against Enterobacteriaceae .	@DRUG$ is very effective against @DRUG$, with a susceptibility of 94.4%. Amikacin is even more effective, with a susceptibility of 99.0%. Meropenem is also very effective, with a susceptibility of 98.0%.	0
0	Proteinuria after treatment for 30 days with benazepril was 464.4 +/- 82.6 (p < 0.001), with enalapril: 477.1 +/- 105.5 (@DRUG$ < 0.001), and @DRUG$: 504.7 +/- 100.1 (p < 0.001).	Proteinuria after discussion for thirty day with benazepril was 464.4 +/- 82.6 ( atomic number  < 0.001 ) , with enalapril : 477.1 +/- 105.5 ( @DRUG$ < 0.001 ) , and @DRUG$ : 504.7 +/- 100.1 ( atomic number  < 0.001 ) .	Proteinuria after treatment for 30 days with +/- was 464.4 +/- 82.6 ( p < 0.001 ) , with enalapril : 477.1 benazepril 105.5 ( @DRUG$ < ) 0.001 , and @DRUG$ : 504.7 p 100.1 ( +/- < 0.001 ) .	Proteinuria after treatment for 30 days with benazepril was 464.4 +/- 82.6 ( p < 0.001 ) , with enalapril : 477.1 +/- 105.5 ( @DRUG$ < 0.001 ) , and @DRUG$ : 504.7 +/- 100.1 ( p < 0.001 ) .	Proteinuria after treatment for 30 days with benazepril was 464.4 +/- 82.6 ( p < 0.001 ) , with enalapril : 477.1 +/- 105.5 ( @DRUG$ < 0.001 ) , and @DRUG$ : 504	0
0	@DRUG$ molecule includes two synergic protective components: @DRUG$ and magnesium.	@DRUG$ molecule includes  synergic protective components : @DRUG$ and magnesium .	@DRUG$ molecule includes two synergic magnesium components : @DRUG$ and protective .	@DRUG$ molecule includes two synergic protective components : @DRUG$ and magnesium .	The @DRUG$ molecule includes two synergic protective components: @DRUG$ and magnesium.	0
0	RESULTS: The adjusted mean total UPDRS changes were +11.99 for the placebo group, +8.81 for the 300-mg/d group, +10.82 for the 600-@DRUG$/@DRUG$ group, and +6.69 for the 1200-mg/d group.	RESULTS : The set mean sum UPDRS vary were + 11.99 for the placebo group , + 8.81 for the 300 - magnesium / d group , + 10.82 for the 600 - @DRUG$ / @DRUG$ group , and + 6.69 for the 1200 - magnesium /d group .	RESULTS : , adjusted mean total UPDRS changes were + 11.99 for - placebo group , + 8.81 for group 300 the 600 / d the , + 10.82 for the mg - @DRUG$ / @DRUG$ group The and + 6.69 for the 1200 - mg /d group .	RESULTS The mean total UPDRS changes were + 11.99 for placebo group + 8.81 for the 300 - / d group + 10.82 for 600 - @DRUG$ / @DRUG$ group , and + 6.69 for the 1200 - mg group .	The higher the dose of @DRUG$, the lower the change in the UPDRS score.	1
0	Total clearance (CLt) was much higher for p-@DRUG$ than for creatinine (23.2 +/- 4.5 vs. 8.1 +/- 0.4 mL/min/kg, @DRUG$<0.01); renal clearance (CLr), however, was substantially lower for p-cresol (4.8 +/- 2.0 vs. 8.2 +/- 1.9 mL/min/kg, p<0.05).	add up clearance ( CLt ) was much mellow for p-@DRUG$ than for creatinine ( 23.2 +/- 4.5 vs. 8.1 +/- 0.4 mL / min/kg , @DRUG$ < 0.01 ) ; renal clearance ( CLr ) , withal , was considerably lowly for p-cresol ( 4.8 +/- 2.0 vs. 8.2 +/- 1.9 mL / min /kg , p<0.05 ) .	Total clearance ( CLt ) was much higher for p-@DRUG$ than for creatinine ( 23.2 +/- 4.5 vs. 8.1 +/- 0.4 1.9 / min/kg , @DRUG$ < 0.01 ) 2.0 ; clearance ( CLr ) , however , was substantially lower for p-cresol ( , +/- renal vs. 8.2 +/- mL mL / min /kg 4.8 ) p<0.05 .	Total clearance CLt ) was much higher for p-@DRUG$ than for creatinine ( 23.2 vs. 8.1 +/- 0.4 mL / min/kg , < 0.01 ) ; renal clearance CLr ) , however , was substantially lower for p-cresol ( 4.8 2.0 vs. 8.2 +/- 1.9 mL / min /kg , p<0.05 ) .	Total clearance ( CLt ) was much higher for p-@DRUG$ than for creatinine ( 23.2 +/- 4.5 vs. 8.1 +/- 0.4 mL / min/kg , @DRUG$ < 0.01 ) ; renal clearance ( CLr ) , however	0
0	Pegaspargase (SS-@DRUG$), a pegylated form of Escherichia coli L-asparaginase with a succinimidyl succinate (SS) linker, is the first-line @DRUG$ product used in Children's Oncology Group (COG) ALL trials.	Pegaspargase ( SS - @DRUG$ ) , a pegylated form of escherichia coli L-asparaginase with a succinimidyl succinate ( SS ) linker , is the first- line @DRUG$ product used in nestling 's Oncology radical ( COG ) totally trials .	Pegaspargase ( linker ) @DRUG$ ) , a pegylated form of Escherichia coli L-asparaginase in a succinimidyl succinate ( SS - SS , is the first- line @DRUG$ product used with Children 's Oncology Group ( COG ) ALL trials .	Pegaspargase ( SS - @DRUG$ ) , a pegylated form of Escherichia coli L-asparaginase with a succinimidyl ( ) , is line @DRUG$ product used in Children 's Oncology Group ( COG ) ALL trials	Pegaspargase ( SS - @DRUG$ ) is a pegylated form of Escherichia coli L-asparaginase with a succinimidyl succinate ( SS ) linker . It is the first- line @DRUG$ product used in Children 's	0
0	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (P less than or equal to .05) than the infected unmedicated controls as well as sulfaquinoxaline, nicarbazine, zoalene, amprolium-ethopabate, clopidol, buquinolate, @DRUG$ and @DRUG$ medicated groups.	Lasalocid medicated chicks were heavier , converted feed more efficiently , showed le pathologic lesion , and had lower mortality rate ( P le than or equate to .05 ) than the infected unmedicated controls as comfortably as sulfaquinoxaline , nicarbazine , zoalene , amprolium - ethopabate , clopidol , buquinolate , @DRUG$ and @DRUG$ medicated groups .	Lasalocid P chicks were heavier , converted , more efficiently nicarbazine showed less the lesions , and had lower mortality ( medicated less than or equal to .05 ) than pathologic infected unmedicated controls as well as sulfaquinoxaline , , , zoalene , amprolium - ethopabate , clopidol , buquinolate feed @DRUG$ and @DRUG$ medicated groups .	Lasalocid medicated chicks were heavier , converted feed more efficiently , showed less pathologic lesions , and had lower mortality ( than or equal to ) than the infected unmedicated controls well as sulfaquinoxaline , nicarbazine , zoalene , amprolium - ethopabate , , buquinolate @DRUG$ and @DRUG$ medicated groups .	Lasalocid medicated chicks were heavier, converted feed more efficiently, showed less pathologic lesions, and had lower mortality (P less than or equal to .05) than the infected unmedicated controls as well as sulfaquinoxaline, nicarbazine, zoalene, ampro	1
0	Blood pressure response rates reached 69.6% on enalapril plus lercanidipine as compared with 53.6% on @DRUG$ plus @DRUG$ (difference between treatments, P > 0.05).	profligate pressure response rates reached 69.6 % on enalapril plus lercanidipine as compared with 53.6 % on @DRUG$ plus @DRUG$ ( dispute between intervention , P > 0.05 ) .	Blood treatments response rates reached 69.6 on % enalapril plus lercanidipine pressure compared with 53.6 % on @DRUG$ plus @DRUG$ ( difference between as , P > 0.05 ) .	Blood pressure response rates reached 69.6 % on enalapril plus lercanidipine as with 53.6 % on @DRUG$ plus @DRUG$ ( difference between treatments , P > 0.05 ) .	Blood pressure response rates were higher on enalapril plus lercanidipine than on @DRUG$ plus @DRUG$.	0
0	In addition to inhibiting cell wall synthesis, @DRUG$ and oritavancin are also able to disrupt bacterial membrane integrity and increase membrane permeability; @DRUG$ also inhibits RNA synthesis.	inward add on to inhibiting cell surround synthesis , @DRUG$ and oritavancin are also able to disrupt bacterial membrane integrity and increase membrane permeability ; @DRUG$ also inhibits RNA synthesis .	to addition to permeability cell wall synthesis , @DRUG$ and oritavancin are also able In disrupt bacterial membrane integrity membrane increase and inhibiting ; @DRUG$ also inhibits RNA synthesis .	In addition to inhibiting cell wall , @DRUG$ and oritavancin are also able to disrupt bacterial membrane integrity and increase membrane permeability @DRUG$ also inhibits RNA synthesis .	@DRUG$ and oritavancin disrupt bacterial membrane integrity and increase membrane permeability; @DRUG$ also inhibits RNA synthesis.	0
0	To determine whether the absolute level and/or the triglycerol stereospecificity of GLA in oils affect biological efficacy, epidermal hyperproliferation was induced in guinea pigs by a @DRUG$(HCO) diet for 8 wk.	To determine whether the absolute level and / or the triglycerol stereospecificity of GLA in oils affect biologic efficaciousness , epidermal hyperproliferation was hasten in guinea pigs by a @DRUG$ ( HCO ) diet for 8 wk .	To determine whether in absolute level and / or the by stereospecificity of , in oils affect biological efficacy GLA epidermal hyperproliferation was induced the guinea pigs triglycerol a @DRUG$ ( HCO ) diet for 8 wk .	whether the absolute level and / or the triglycerol stereospecificity of GLA in oils affect biological efficacy , epidermal hyperproliferation was induced in guinea pigs by a @DRUG$ ( HCO ) diet for 8 .	The absolute level and / or the triglycerol stereospecificity of GLA in oils affects biological efficacy .	1
0	Limited data suggest that the addition of @DRUG$ does not improve the activity of @DRUG$ against A. baumannii, P. aeruginosa, or S. maltophilia.	specify data propose that the addition of @DRUG$ does not improve the activity of @DRUG$ against A. baumannii , P. aeruginosa , or S. maltophilia .	Limited data suggest that the addition P. @DRUG$ does not improve the activity of @DRUG$ against A. baumannii , of maltophilia , or S. aeruginosa .	Limited data suggest that the addition of @DRUG$ does not improve activity of @DRUG$ against A. baumannii , P. aeruginosa or S. .	Adding @DRUG$ to @DRUG$ does not seem to make it more effective against A. baumannii, P. aeruginosa, or S. maltophilia.	0
0	A phase I clinical trial of @DRUG$ 200, 400, 600, 800, and 1,000 @DRUG$/day in 15 patients with breast cancer showed significant reduction in bone pain and analgesic intake in some patients, with no significant adverse effects.	A phase I clinical trial of @DRUG$ 200 ,  , 600 , 800 , and 1,000 @DRUG$ / day in xv affected role with breast cancer showed pregnant reduction in bone pain and analgesic intake in some affected role , with no pregnant adverse effects .	A phase I clinical trial of @DRUG$ 200 breast 400 , 600 , 800 , and 1,000 @DRUG$ / day in , patients with 15 cancer showed significant reduction in effects pain and analgesic patients in some intake , with no significant adverse bone .	A phase I clinical trial of @DRUG$ 200 , 400 , 600 , 800 , and 1,000 @DRUG$ / day in 15 patients with breast cancer showed reduction in bone pain and analgesic in some patients with significant adverse effects .	Some patients who took @DRUG$ experienced a significant reduction in bone pain and analgesic intake, with no significant adverse effects.	1
0	Pharmacokinetics of @DRUG$ after single-dose intramuscular administration of betamethasone phosphate and betamethasone @DRUG$ to healthy subjects.	Pharmacokinetics of @DRUG$ after single- dose intramuscular administration of betamethasone phosphate and betamethasone @DRUG$ to good for you subjects .	Pharmacokinetics of @DRUG$ after single- dose intramuscular administration of betamethasone phosphate and healthy @DRUG$ to betamethasone subjects .	Pharmacokinetics of @DRUG$ after single- dose intramuscular administration of betamethasone phosphate and @DRUG$ to healthy subjects .	The pharmacokinetics of @DRUG$ after a single dose of intramuscular betamethasone phosphate and betamethasone @DRUG$ were studied in healthy subjects.	0
0	The hypothesis that azaperone reduced blood pressure by blocking alpha-adrenoceptors, thereby decreasing vasomotor tone, was tested by measuring the ability of azaperone (0-8 mg/kg) to antagonise the action of standard intravenous doses of adrenaline (1-5 mug/kg) on blood pressure, Azaperone partially antagonised the pressor action of adrenaline and in comparative studies the @DRUG$ tranquilliser, @DRUG$ (0-1 mg/kg), also exerted a similar blocking effect.	The guess that azaperone thin blood force by blocking alpha-adrenoceptors , thereby decreasing vasomotor tone , was tested by assess the ability of azaperone ( zero - octad mg / kg ) to antagonise the action of standard intravenous doses of epinephrine ( 1 - 5 mug / kg ) on blood force , Azaperone partially antagonised the pressor action of epinephrine and in comparative studies the @DRUG$ tranquilliser , @DRUG$ ( zero - 1 mg / kg ) , also exert a similar blocking effect .	The hypothesis that azaperone reduced blood pressure ability blocking alpha-adrenoceptors blood thereby decreasing vasomotor tone 1 was similar by measuring the by / azaperone ( 0 - 8 mg / kg ) to ( the action of standard intravenous doses , adrenaline antagonise 1 - 5 mug / kg ) on , pressure , Azaperone partially antagonised the pressor action of adrenaline and in comparative studies the @DRUG$ tranquilliser , @DRUG$ ( 0 - of mg of kg ) , also exerted a tested blocking effect .	The that azaperone reduced blood pressure by blocking alpha-adrenoceptors , thereby decreasing vasomotor tone , tested by measuring the ability of azaperone ( 0 - 8 / kg ) antagonise the action of standard intravenous doses of adrenaline ( 1 5 mug / kg on blood pressure Azaperone partially antagonised the pressor of adrenaline and in studies the @DRUG$ tranquilliser , @DRUG$ 0 - 1 / kg ) , also exerted a similar blocking effect .	Azaperone blocks the action of adrenaline, and @DRUG$ also blocks the action of adrenaline.	1
0	These effects were almost the same @DRUG$ or even more potent than those of imipramine and @DRUG$.	These impression were almost the same @DRUG$ or even more potent than those of imipramine and @DRUG$ .	These effects were or the same @DRUG$ almost even more potent than those of imipramine and @DRUG$ .	These effects almost the same @DRUG$ or even more potent than those of imipramine and @DRUG$ .	@DRUG$ is more potent than imipramine, and @DRUG$ is more potent than imipramine.	0
0	Differential interactions of the broad spectrum drugs artemisinin, @DRUG$ and @DRUG$ with serum albumin.	Differential interactions of the large minded spectrum drugs artemisinin , @DRUG$ and @DRUG$ with serum albumin .	Differential interactions of the broad spectrum drugs artemisinin and @DRUG$ , @DRUG$ with serum albumin .	Differential interactions of the spectrum drugs artemisinin @DRUG$ and @DRUG$ with serum albumin .	The differential interactions of artemisinin with serum albumin are different from the differential interactions of @DRUG$ with serum albumin, and the differential interactions of @DRUG$ with serum albumin are different from the differential interactions of artemisinin with serum albumin.	0
0	Patients with acute DVT received oral @DRUG$ (24, 36, 48 or 60 @DRUG$ twice daily) or dalteparin and warfarin for 2 weeks.	Patients with acute DVT received viva @DRUG$ ( 24 , 36 , 48 or threescore @DRUG$ twice daily ) or dalteparin and warfarin for 2 weeks .	Patients , acute DVT received oral @DRUG$ ( 24 60 36 , 48 or with @DRUG$ twice daily ) or dalteparin and warfarin for 2 weeks .	Patients with acute received oral @DRUG$ ( 36 , 48 or 60 @DRUG$ twice daily ) or dalteparin and warfarin for 2 weeks .	Patients with acute DVT received oral @DRUG$ ( 24 , 36 , 48 or 60 @DRUG$ twice daily ) or dalteparin and warfarin for 2 weeks .	0
0	The main use of @DRUG$ in the adjuvant setting is @DRUG$ an alternative to tamoxifen, and toxicities are discussed in relation to tamoxifen toxicities.	The chief use of @DRUG$ in the adjuvant setting is @DRUG$ an alternate to tamoxifen , and toxicities are discussed in relation to tamoxifen toxicities .	The main use of @DRUG$ in the adjuvant setting is @DRUG$ are alternative to tamoxifen , and toxicities an discussed in toxicities to tamoxifen relation .	The main use of @DRUG$ in the adjuvant setting is @DRUG$ an alternative to tamoxifen , and are in relation to tamoxifen toxicities .	@DRUG$ is an alternative to tamoxifen, and @DRUG$ is discussed in relation to tamoxifen toxicities.	0
0	After acylation of @DRUG$ by @DRUG$(130) --> Gly, inactivation proceeds independent of any additional covalent interactions.	afterward acylation of @DRUG$ by @DRUG$ ( 130 ) --> Gly , inactivation return independent of any additional covalent interactions .	After acylation of @DRUG$ by @DRUG$ ( 130 ) --> Gly inactivation , proceeds independent of any additional interactions covalent .	After acylation of @DRUG$ by @DRUG$ ( 130 ) --> Gly , inactivation proceeds of any additional covalent interactions .	Once @DRUG$ is acylated by @DRUG$, it is inactivated and further covalent interactions are not necessary.	0
0	This targeted the pentose phosphate pathway with significant accumulation seen with @DRUG$-6-phosphate, @DRUG$-5-phosphate and glyceraldehyde-3-phosphate.	This targeted the pentose phosphate pathway with significant accumulation seen with @DRUG$ - sextuplet - phosphate , @DRUG$ - 5 - phosphate and glyceric aldehyde - 3 - phosphate .	This pathway the pentose phosphate targeted with significant accumulation seen 5 @DRUG$ - 6 - phosphate , @DRUG$ - with - phosphate and glyceraldehyde - 3 - phosphate .	This targeted the pentose phosphate with accumulation seen @DRUG$ - 6 - phosphate , @DRUG$ - 5 - phosphate and - 3 - phosphate .	The pentose phosphate pathway was targeted with significant accumulation seen with @DRUG$ - 6 - phosphate , @DRUG$ - 5 - phosphate and glyceraldehyde - 3 - phosphate .	0
0	Alginate-based raft-forming formulations usually contain sodium or @DRUG$; in the presence of gastric acid, the bicarbonate is converted to @DRUG$ which becomes entrapped within the gel precipitate, converting it into a foam which floats on the surface of the gastric contents, much like a raft on water.	Alginate - based raft-forming formulations unremarkably contain sodium or @DRUG$ ; in the presence of gastric acid , the bicarbonate is converted to @DRUG$ which becomes entrapped within the gel precipitate , converting it into a foam which floats on the airfoil of the gastric table of contents , much the likes of a raft on pee .	Alginate - based raft-forming foam usually contain sodium converting @DRUG$ ; in the , of gastric acid presence the the is converted to @DRUG$ which becomes entrapped within the gel it , or precipitate into a formulations which floats on the surface of bicarbonate gastric contents , much like a raft on water .	Alginate - based raft-forming formulations usually contain sodium or @DRUG$ the presence gastric acid , the bicarbonate converted to @DRUG$ which becomes entrapped within gel , converting it a foam which floats on the surface the contents , much like a raft water	Alginate - based raft-forming formulations usually contain sodium or @DRUG$ ; in the presence of gastric acid , the bicarbonate is converted to @DRUG$ which becomes entrapped within the gel precipitate , converting it into a foam which floats on the surface of the gast	0
1	CONCLUSIONS: Results from these trials indicate that paroxetine, @DRUG$, @DRUG$, venlafaxine, and desvenlafaxine are effective in reducing the frequency and severity of hot flashes.	CONCLUSIONS : Results from these visitation indicate that paroxetine , @DRUG$ , @DRUG$ , venlafaxine , and desvenlafaxine are effective in deoxidize the frequence and severity of hot flashes .	CONCLUSIONS : Results from these trials indicate that paroxetine , @DRUG$ , @DRUG$ , venlafaxine , and desvenlafaxine are severity in the reducing frequency and effective of hot flashes .	CONCLUSIONS : from these trials indicate that paroxetine , @DRUG$ , @DRUG$ , venlafaxine , and desvenlafaxine are effective reducing the frequency and severity of hot flashes .	Paroxetine, @DRUG$, @DRUG$, venlafaxine, and desvenlafaxine are all effective in reducing the frequency and severity of hot flashes.	0
0	Dogs (n = 10) and humans with psoriasis (n = 21) orally administered L-@DRUG$ and L /D-AMT at the @DRUG$ L-enantiomer dose resulted in stereoselective absorption (absent D-enantiomer in plasma), bioequivalent L-enantiomer pharmacokinetics, and equivalent safety.	Dogs ( n = x ) and homo with psoriasis ( n = 21 ) orally administered L-@DRUG$ and L /D- AMT at the @DRUG$ L-enantiomer std resulted in stereoselective absorption ( abstracted D-enantiomer in plasma ) , bioequivalent L-enantiomer pharmacokinetics , and equivalent safety .	Dogs ( n = 10 ) and ( with psoriasis , n = 21 ) absent administered L-@DRUG$ and L /D- @DRUG$ at the AMT L-enantiomer dose resulted in stereoselective absorption humans orally D-enantiomer in plasma ) ( bioequivalent L-enantiomer pharmacokinetics , and equivalent safety .	( n = 10 ) and humans with psoriasis ( = 21 ) orally administered L-@DRUG$ and L /D- AMT at the @DRUG$ L-enantiomer dose resulted stereoselective absorption ( absent in plasma ) , bioequivalent L-enantiomer pharmacokinetics , and equivalent safety .	Dogs and humans with psoriasis orally administered L-@DRUG$ and L/D-AMT at the @DRUG$ L-enantiomer dose resulted in stereoselective absorption (absent D-enantiomer in plasma), bioequivalent L-enantiomer pharmac	0
0	The primary composite end point was defined @DRUG$ cessation of spreading or reduction in lesion size, absence of fever, and no need for administration of a rescue antibiotic 48 to 72 hours after administration of @DRUG$.	The principal composite end designate was defined @DRUG$ cessation of spreading or reduction in lesion size , absence of feverishness , and no need for administration of a rescue antibiotic 48 to 72 hours after administration of @DRUG$ .	The of composite end point 72 defined @DRUG$ cessation of spreading or in reduction lesion size , absence of fever , and no need for administration primary a rescue antibiotic 48 to was hours after administration of @DRUG$ .	The primary composite point was defined @DRUG$ cessation of spreading or reduction in lesion size , absence of fever , and no need for administration of a antibiotic 48 to 72 hours after administration of @DRUG$ .	@DRUG$ is effective in stopping the spread of infection or reducing lesion size, and it does not cause fever or require the administration of a rescue antibiotic within 48 to 72 hours after administration.	1
0	However, in comparative trials with a benzodiazepine agent, carbamazepine's ability to prevent @DRUG$ withdrawal seizures (OR = 0.93; 95% CI = 0.06-14.97, @DRUG$ = NS) and delirium tremens (DTs; OR = 1.25; 95% CI = 0.28-5.64, P = NS) was uncertain as a result of insufficient patient enrollment.	notwithstanding , in comparative visitation with a benzodiazepine agent , carbamazepine 's power to prevent @DRUG$ withdrawal seizures ( OR = 0.93 ; 95 % CI = 0.06-14.97 , @DRUG$ = NS ) and delirium tremens ( DTs ; OR = 1.25 ; 95 % CI = 0.28-5.64 , P = NS ) was incertain as a upshot of insufficient affected role enrollment .	tremens , in comparative trials with to benzodiazepine agent , carbamazepine 's ability a prevent @DRUG$ withdrawal seizures ( OR = 0.93 ; = % CI = 0.06-14.97 , @DRUG$ = NS ) and delirium However , DTs ; OR = 1.25 ; 95 % CI 95 0.28-5.64 ( P = NS patient was uncertain as a result of insufficient ) enrollment .	However , in comparative with a benzodiazepine agent , carbamazepine 's ability to prevent @DRUG$ withdrawal seizures ( OR = 0.93 95 % CI = 0.06-14.97 , @DRUG$ = NS ) and delirium tremens ( DTs ; OR = ; 95 % CI = 0.28-5.64 , P = ) was as a result of insufficient patient .	However, the ability of carbamazepine to prevent @DRUG$ withdrawal seizures and delirium tremens was uncertain due to a lack of patient enrollment in comparative trials.	1
0	@DRUG$-induced diabetic rats received 3 mg/ml @DRUG$ in drinking water beginning at 72 h or 4 weeks and continued to 8 weeks.	@DRUG$ - induced diabetic rats received trine mg / ml @DRUG$ in drinking water beginning at  h or 4 weeks and continued to 8 weeks .	@DRUG$ - induced drinking rats received 3 mg / ml @DRUG$ in diabetic water beginning at 72 h 8 4 weeks and continued to or weeks .	@DRUG$ - induced diabetic rats received 3 mg / ml @DRUG$ drinking beginning 72 h or 4 weeks and continued to 8 weeks .	@DRUG$ - induced diabetic rats received 3 mg / ml @DRUG$ in drinking water beginning at 72 h or 4 weeks and continued to 8 weeks ."In other words, DRUGA and DRUGB are related in that DRUGA induces diabetic rats to receive 3 mg / ml	0
0	METHODS: After an overnight fast, eight healthy volunteers were treated with either 400 ml grapefruit juice or @DRUG$ before intravenous (12 mg) or oral saquinavir (600 @DRUG$) was administered.	METHODS : After an overnight fast , eight healthy volunteers were treated with either 400 mil grapefruit juice or @DRUG$ before intravenous ( 12 mg ) or oral examination saquinavir ( 600 @DRUG$ ) was dole out .	were volunteers After an overnight fast with eight healthy : METHODS treated , either 400 ml grapefruit juice or @DRUG$ before intravenous ( 12 mg ) or oral saquinavir ( 600 @DRUG$ ) was administered .	METHODS : After fast , eight treated with either 400 ml grapefruit juice or @DRUG$ before intravenous ( mg ) or oral saquinavir ( 600 @DRUG$ ) was administered .	Grapefruit juice can increase the absorption of saquinavir, leading to an increase in the levels of saquinavir in the blood.	1
1	In the analytical assay, @DRUG$ (internal standard) and CDDZ were extracted using a liquid-liquid extraction (diethyl-@DRUG$/hexane, 80/20, v/v) procedure.	In the analytical try , @DRUG$ ( national banner ) and CDDZ were extracted using a liquid-liquid extraction ( diethyl - @DRUG$ / hexane , 80 / 20 , v/v ) procedure .	In ( analytical assay , @DRUG$ the internal standard ) and CDDZ were extracted using a , extraction ( diethyl - @DRUG$ / hexane , 80 20 / liquid-liquid v/v ) procedure .	In the analytical assay , @DRUG$ ( internal standard ) and CDDZ were extracted using a liquid-liquid extraction ( diethyl - @DRUG$ / hexane , 80 / , v/v ) procedure .	@DRUG$ is used as an internal standard to help measure the amount of @DRUG$ in a sample.	0
0	Increased dietary intake of @DRUG$ (LA) leads to oxidation of low-density lipoprotein (LDL), platelet aggregation, and interferes with the incorporation of EFA in cell membrane @DRUG$.	Increased dietetical intake of @DRUG$ ( LA ) leads to oxidation of low density lipoprotein ( LDL ) , thrombocyte aggregation , and interferes with the incorporation of EFA in cell membrane @DRUG$ .	Increased EFA intake of @DRUG$ ( of ) leads to oxidation LA low-density lipoprotein platelet LDL ) , ( aggregation , and interferes with the incorporation of dietary in cell membrane @DRUG$ .	Increased dietary intake of @DRUG$ ( LA ) leads to oxidation of low-density lipoprotein ( LDL ) , aggregation , and interferes with the incorporation of EFA in cell membrane @DRUG$ .	If you eat more @DRUG$, it will cause your LDL levels to increase, it will make your platelets more likely to clump together, and it will interfere with the way your body uses essential fatty acids.	1
0	Actaea racemosa @DRUG$ (formerly Cimicifuga racemosa [L] Nutt) (Ranunculaceae), commonly known @DRUG$ black cohosh, is an herb native to Eastern North America.	Actaea racemosa @DRUG$ ( formerly Cimicifuga racemosa [ L ] Nutt ) ( Ranunculaceae ) , normally hump @DRUG$ black cohosh , is an herb native to easterly North America .	Actaea racemosa @DRUG$ ( formerly racemosa Cimicifuga [ L ] Nutt commonly ( Ranunculaceae ) , ) known @DRUG$ native cohosh , is an herb black to Eastern North America .	Actaea racemosa @DRUG$ ( formerly Cimicifuga racemosa [ L ] Nutt ) ( Ranunculaceae ) , known @DRUG$ black cohosh , is an herb native to Eastern North America .	@DRUG$ is an herb that is native to Eastern North America. @DRUG$ is commonly known as black cohosh, and is a member of the Ranunculaceae family.	0
0	Sample dilutions and the standard dose response line were prepared to contain @DRUG$ pH 6 @DRUG$ buffer (2 + 8), and the test organism was Sarcina lutea.	try out dilutions and the standard dose answer line were prepared to contain @DRUG$ pH 6 @DRUG$ buffer ( ii + 8 ) , and the test organism was Sarcina lutea .	Sample dilutions and the standard to response line were prepared dose contain @DRUG$ pH 6 @DRUG$ buffer ( 2 organism 8 ) , and the test + was lutea Sarcina .	Sample dilutions and the standard dose response line prepared to contain @DRUG$ pH @DRUG$ buffer ( 2 + 8 ) , and the test organism was Sarcina lutea .	Sample dilutions and the standard dose response line were prepared to contain @DRUG$ pH 6 @DRUG$ buffer ( 2 + 8 ) , and the test organism was Sarcina lutea ."DRUGA and DRUGB are two different things that are related to each other.	0
0	Under normal situations, the intestinal mucosa is in a state of 'controlled' inflammation regulated by a delicate @DRUG$ of proinflammatory (tumour necrosis factor [TNF]-alpha, interferon [IFN]-gamma, interleukin [IL]-1, IL-6, IL-12) and anti-inflammatory cytokines (IL-4, IL-10, @DRUG$).	Under normal situations , the enteral mucosa is in a state of ' controlled ' ignition order by a delicate @DRUG$ of pro inflammatory ( tumor necrosis factor [ TNF ] - alpha , interferon [ IFN ] - gamma , interleukin [ IL ] -1 , IL - hexad , IL - 12 ) and anti-inflammatory cytokines ( IL -4 , IL -10 , @DRUG$ ) .	Under normal situations , the intestinal mucosa is in a regulated of ' controlled ' inflammation delicate by a state @DRUG$ of interferon IL tumour necrosis factor anti-inflammatory TNF ] - alpha , proinflammatory [ IFN ] - gamma , interleukin [ IL ] -1 , [ - 6 , IL - 12 ) and ( cytokines ( IL -4 , IL -10 , @DRUG$ ) .	Under normal situations , the intestinal mucosa is in state of controlled ' inflammation regulated a delicate @DRUG$ of proinflammatory ( tumour necrosis factor [ TNF ] - alpha , interferon [ IFN ] - gamma , interleukin [ IL ] -1 , IL - 6 IL - 12 ) and anti-inflammatory cytokines ( IL -4 , IL -10 , @DRUG$ ) .	Under normal situations, the intestinal mucosa is in a state of 'controlled' inflammation regulated by a delicate balance of proinflammatory (tumor necrosis factor [TNF] - alpha, interferon [IFN] - gamma, interleukin [IL] -1, IL	1
0	The cohort analysis included 3484 women who received a prescription for @DRUG$ from 30 days before conception to @DRUG$ of delivery, and 60175 women who did not use a sulphonamide-containing drug during pregnancy or 30 days before conception.	The age bracket analytic thinking admit 3484 women who received a prescription for @DRUG$ from 30 days before conception to @DRUG$ of delivery , and 60175 women who did not use a sulphonamide - containing drug during gestation or 30 days before conception .	The women analysis included 3484 of who received a prescription for @DRUG$ from 30 days before conception to @DRUG$ did delivery , and 60175 women who cohort not use a days - containing drug during pregnancy or 30 sulphonamide before conception .	cohort analysis included 3484 who received prescription for @DRUG$ from 30 days before conception to @DRUG$ of delivery , women who did not use a sulphonamide - containing drug during pregnancy or 30 days before conception .	The cohort analysis included 3484 women who received a prescription for @DRUG$ from 30 days before conception to @DRUG$ of delivery , and 60175 women who did not use a sulphonamide - containing drug during pregnancy or 30 days before conception ."In other words, if you took DR	0
0	Pinaverium bromide (50 @DRUG$) or placebo was taken orally t.i.@DRUG$ with food.	Pinaverium bromide ( 50 @DRUG$ ) or placebo was taken orally t.i.@DRUG$ with solid food .	Pinaverium bromide ( 50 @DRUG$ orally or placebo was taken ) t.i.@DRUG$ with food .	Pinaverium bromide ( 50 @DRUG$ or placebo was taken orally t.i.@DRUG$ with food	Pinaverium bromide ( 50 @DRUG$ ) or placebo was taken orally t.i.@DRUG$ with food ."In other words, if you are taking DRUGA, you should also take DRUGB with food.	0
0	In a randomized, open-label, multicentre trial (COMFORT-II) in patients with myelofibrosis, significantly more @DRUG$ than best available therapy recipients achieved the @DRUG$ primary endpoint at 48 weeks.	In a randomised , open-label , multicentre trial ( COMFORT - II ) in patients with myelofibrosis , importantly more @DRUG$ than best available therapy recipients achieved the @DRUG$ primary quill endpoint at 48 weeks .	In more randomized , open-label II multicentre trial ( COMFORT - , ) in patients with myelofibrosis , significantly a @DRUG$ best than available therapy recipients achieved the @DRUG$ primary endpoint at 48 weeks .	In a randomized open-label , multicentre trial COMFORT - II ) with , significantly more @DRUG$ than best available therapy recipients achieved the @DRUG$ endpoint at 48 weeks .	Significantly more @DRUG$ than best available therapy recipients achieved the @DRUG$ primary endpoint at 48 weeks.	0
0	Data were analysed by standardised methods to estimate deaths, prevalence, years of life lost (YLLs), years of life lived with disability (YLDs), and disability-adjusted life-years (DALYs; computed as the sum of YLLs and YLDs), and the fractions of these metrics that were attributable to four risk factors that @DRUG$ GBD criteria for assessment (high body-mass index [BMI], high fasting plasma @DRUG$, smoking, and a diet high in sugar-sweetened beverages).	Data were analysed by standardized methods to estimate deaths , prevalence , years of living lost ( YLLs ) , years of living lived with handicap ( YLDs ) , and handicap - adjust life-years ( DALYs ; cipher as the sum of YLLs and YLDs ) , and the divide of these metrics that were attributable to four risk broker that @DRUG$ GBD criteria for assessment ( high body - mint index [ BMI ] , high fasting plasm @DRUG$ , smoking , and a diet high in sugar-sweetened beverages ) .	fasting were analysed by standardised methods to estimate deaths life prevalence , years of life lost smoking YLLs ) , years of , lived with disability ( YLDs ) , and that adjusted - life-years ( DALYs ; computed as in risk of YLLs these YLDs ) , and the fractions of and metrics [ were attributable to four sum factors that @DRUG$ GBD criteria for assessment ( high body - mass index disability BMI ] , high Data plasma @DRUG$ , ( , and a diet high the sugar-sweetened beverages ) .	Data were analysed by standardised methods to estimate deaths , prevalence , years of life lost ( YLLs ) , years of life lived with disability ( YLDs ) , and ( ; computed as sum YLLs and YLDs ) , the fractions of these metrics that were attributable to risk @DRUG$ GBD criteria for assessment high - mass index ] , high fasting @DRUG$ , smoking , and a diet high sugar-sweetened beverages ) .	The data show that @DRUG$ is associated with increased deaths, prevalence, years of life lost, years of life lived with disability, and disability-adjusted life-years. The largest fraction of these metrics is attributable to high BMI, high fasting plasma @DRUG$, smoking, and a diet high	0
0	The effect of the drug was evaluated by measuring serum testosterone, @DRUG$ (LH), @DRUG$ (FSH) and analysing the semen before and after treatment.	The effect of the drug was evaluated by measuring blood serum testosterone , @DRUG$ ( luteinizing hormone ) , @DRUG$ ( FSH ) and analysing the semen before and after handling .	The effect of the drug LH evaluated by measuring serum testosterone treatment @DRUG$ ( and ) , @DRUG$ ( FSH ) was analysing the semen before and after , .	The effect of the drug was evaluated by measuring serum testosterone , @DRUG$ ( LH ) , @DRUG$ ( FSH ) and analysing the semen before and after treatment	The effect of the drug was evaluated by measuring serum testosterone , @DRUG$ ( LH ) , @DRUG$ ( FSH ) and analysing the semen before and after treatment ."DRUGA affects the levels of LH and FSH, and this in turn affects the semen.	0
0	Cabergoline (ED50 = 1.10 mg/kg, at 4 h after the administration of drugs) also reversed catalepsy, the failure to correct an externally imposed posture, and its efficacy was stronger and longer than @DRUG$ (ED50 = 4.65 @DRUG$/kg, at 4 h).	Cabergoline ( ED50 = 1.10 mg / kilo , at 4 h after the brass of drugs ) also reversed catalepsy , the nonstarter to even out an outwardly imposed posture , and its efficacy was stronger and longer than @DRUG$ ( ED50 = 4.65 @DRUG$ / kilo , at 4 h ) .	Cabergoline ( ED50 = 1.10 mg failure kg , at 4 h correct the administration of drugs ) and reversed after , the / to catalepsy / externally imposed posture , also its efficacy was stronger and longer than @DRUG$ ( ED50 = 4.65 @DRUG$ an kg , at 4 h ) .	Cabergoline ( = mg / kg , at h after the administration of drugs ) also reversed catalepsy , the failure to correct an externally imposed posture , its efficacy was stronger and longer than @DRUG$ ( ED50 = 4.65 @DRUG$ / kg , 4 h ) .	Cabergoline ( ED50 = 1.10 mg / kg , at 4 h after the administration of drugs ) is more effective than @DRUG$ ( ED50 = 4.65 mg / kg , at 4 h ) in reversing catalepsy .	1
0	Among six reported @DRUG$-conjugated metabolites of @DRUG$, M1 (5-hydroxy-4-(glutathion-S-yl)diclofenac) to M6 (2'-(glutathion-S-yl)monoclofenac), we found three dichlorinated conjugates [M1, M2 (4'-hydroxy-3'-(glutathion-S-yl)diclofenac), and M3 (5-hydroxy-6-(glutathion-S-yl)diclofenac)], and a single monochlorinated conjugate [M4 (2'-hydroxy-3'-(glutathion-S-yl)monoclofenac) or M5 (4'-hydroxy-2'-(glutathion-S-yl)monoclofenac)], in the bile of humanized chimeric mice.	Among six spot cover @DRUG$ - conjugated metabolites of @DRUG$ , M1 ( 5- hydroxy -4 -( glutathion-S-yl) diclofenac ) to M6 ( 2 ' -( glutathion-S-yl) monoclofenac ) , we get three dichlorinated conjugates [ M1 , M2 ( quartet '- hydroxy - terzetto ' -( glutathion-S-yl ) diclofenac ) , and m ( 5- hydroxy - 6 -( glutathion -S-yl ) diclofenac ) ] , and a exclusive monochlorinated conjugate [ M4 ( 2'-hydroxy -3 ' -( glutathion-S-yl) monoclofenac ) or M5 ( 4'-hydroxy -2' -( glutathion-S-yl ) monoclofenac ) ] , in the gall of humanized chimerical mouse .	-2' -( reported @DRUG$ - conjugated metabolites of @DRUG$ , M1 ( 5- M3 -4 -( glutathion-S-yl) diclofenac ) to M6 ( 2 ' -( mice monoclofenac ) , 6 found three dichlorinated conjugates ) M1 , M2 ( 4 '- ( - 3 ' -( glutathion-S-yl ) diclofenac ) , and hydroxy ( 5- hydroxy - we six glutathion -S-yl in diclofenac monoclofenac ] , and a single monochlorinated conjugate [ M4 ( 2'-hydroxy -3 ' -( glutathion-S-yl) monoclofenac ) or [ hydroxy 4'-hydroxy Among -( glutathion-S-yl ) ) ) ] , M5 the bile of humanized chimeric glutathion-S-yl) .	Among six reported @DRUG$ - conjugated metabolites of @DRUG$ , 5- hydroxy -4 -( diclofenac ) to M6 ( ' -( glutathion-S-yl) monoclofenac ) , found three dichlorinated [ M1 , ( 4 '- hydroxy - 3 ' -( glutathion-S-yl ) diclofenac ) , and M3 ( hydroxy 6 -( glutathion -S-yl ) diclofenac ) ] , and a single monochlorinated conjugate [ M4 ( 2'-hydroxy -3 ' -( glutathion-S-yl) monoclofenac ) or M5 ( -2' -( glutathion-S-yl ) monoclofenac ) ] in the bile of humanized chimeric .	@DRUG$ is a conjugated metabolite of @DRUG$. M1, M2, M3, and M4 are dichlorinated conjugates of DRUGA, and M5 is a monochlorinated conjugate of DRUGA.	0
0	Pharmacological evidence suggests @DRUG$-glutamate is a strong candidate @DRUG$ a transmitter at the giant synapse of the squid.	Pharmacological prove suggests @DRUG$ - glutamate is a strong candidate @DRUG$ a transmitter at the titan synapse of the squid .	Pharmacological evidence suggests @DRUG$ strong glutamate squid a - candidate @DRUG$ a transmitter at the giant synapse of the is .	Pharmacological evidence @DRUG$ - glutamate is a strong candidate @DRUG$ a transmitter at giant synapse of the squid	There is evidence that glutamate is a strong candidate transmitter at the giant synapse of the squid.	1
1	Behavioural, electrophysiological and receptor binding experiments gradually led to the idea that @DRUG$ owes much of its anxiolytic activity to its ability to attenuate central @DRUG$ neurotransmission.	Behavioural , electrophysiological and receptor binding experiment gradually led to the idea that @DRUG$ owes much of its minor tranquillizer activity to its ability to attenuate central @DRUG$ neurotransmission .	Behavioural its electrophysiological and receptor binding experiments gradually led to the idea that @DRUG$ owes much of its anxiolytic activity to to ability , attenuate central @DRUG$ neurotransmission .	Behavioural , electrophysiological and receptor binding experiments gradually led to the idea that @DRUG$ owes much of its anxiolytic activity to its ability to attenuate central @DRUG$ neurotransmission .	@DRUG$ is thought to reduce anxiety by decreasing the amount of @DRUG$ neurotransmission in the brain.	0
0	@DRUG$ (160 @DRUG$ daily) significantly prolonged bromazepam half-life (28 vs. 23 hours), but the reduction in clearance associated with propranolol (0.65 vs. 0.82 ml/min/kg) did not reach significance.	@DRUG$ ( 160 @DRUG$ daily ) significantly prolonged bromazepam one half - life ( 28 vs. 23 hours ) , but the simplification in clearance associated with propranolol ( 0.65 vs. 0.82 cubic centimetre / min/kg ) did not arrive at significance .	@DRUG$ ( 160 @DRUG$ daily ) significantly prolonged bromazepam half - 0.82 ( the 0.65 23 hours ) , but 28 reduction in clearance associated with propranolol ( vs. vs. min/kg ml / life ) did not reach significance .	@DRUG$ 160 @DRUG$ daily ) significantly prolonged bromazepam half - life ( 28 23 hours ) but the reduction in clearance associated with propranolol ( 0.82 ml / min/kg ) did not reach significance .	@DRUG$ ( 160 @DRUG$ daily ) significantly prolonged bromazepam half - life ( 28 vs. 23 hours ) , but the reduction in clearance associated with propranolol ( 0.65 vs. 0.82 ml / min/kg ) did not reach significance .	0
0	In short-term evaluations (eight to ten days after therapy), 0.4% terconazole cream was as effective as 2.0% @DRUG$ @DRUG$ cream and significantly superior microbiologically in one study.	In short - term evaluations ( eight to tenner days after therapy ) , 0.4 % terconazole cream was as effectual as 2.0 % @DRUG$ @DRUG$ cream and significantly superior microbiologically in ane study .	In microbiologically - term evaluations ( eight to ten days after therapy ) , 0.4 cream terconazole % was as effective as 2.0 % @DRUG$ @DRUG$ cream and significantly superior short in one study .	In short - term evaluations ( eight to ten days after therapy ) , 0.4 % terconazole cream was as effective as 2.0 % @DRUG$ @DRUG$ cream significantly superior microbiologically in one study .	In short - term evaluations ( eight to ten days after therapy ) , 0.4 % terconazole cream was as effective as 2.0 % @DRUG$ @DRUG$ cream and significantly superior microbiologically in one study .	0
1	Effects on SHBG and angiotensinogen of 10 @DRUG$ E4 combined with DRSP were 15%-20% that of EE/@DRUG$.	Effects on SHBG and angiotensinogen of x @DRUG$ E4 meld with DRSP were 15 % - 20 % that of EE / @DRUG$ .	Effects DRSP SHBG and with of 10 @DRUG$ E4 combined angiotensinogen on were 15 % - 20 % that of EE / @DRUG$ .	Effects on SHBG and angiotensinogen of 10 @DRUG$ E4 combined with were 15 % - 20 % that of EE / @DRUG$ .	The effects of 10 @DRUG$ E4 combined with DRSP were 15 % - 20 % that of EE / @DRUG$ .	0
0	Five grade 3 treatment-related adverse events occurred in four (5%) patients: lymphopenia in two patients, blood @DRUG$ phosphokinase increase in one patient, aminotransferase increase in one patient, and blood @DRUG$ increase in one patient; there were no treatment-related grade 4 adverse events or treatment-related deaths.	Five grade 3 treatment - concern adverse events fall out in four ( 5 % ) patient : lymphopenia in deuce patient , blood @DRUG$ phosphokinase increase in one patient , aminotransferase increase in one patient , and blood @DRUG$ increase in one patient ; there were no treatment - concern grade four adverse events or treatment - concern destruction .	Five grade 3 treatment - related adverse or occurred in four ( 5 % ) patients and lymphopenia : two patients , blood @DRUG$ phosphokinase increase in one patient in aminotransferase increase in one patient , grade blood @DRUG$ increase in one patient ; there were no treatment - related , 4 - events events treatment adverse related deaths .	Five grade 3 treatment related adverse events in four ( 5 ) patients : lymphopenia in two patients , blood @DRUG$ phosphokinase increase in patient , aminotransferase increase in one , and blood @DRUG$ increase in one patient ; there were no treatment - related grade 4 adverse events or treatment - related deaths	Five grade 3 treatment - related adverse events occurred in four ( 5 % ) patients : lymphopenia in two patients , blood @DRUG$ phosphokinase increase in one patient , aminotransferase increase in one patient , and blood @DRUG$ increase in one patient ; there were no	0
0	In 1982, it was established that @DRUG$ (alpha-TS) was the most effective form of vitamin E in comparison to @DRUG$, alpha-tocopheryl acetate and alpha-tocopheryl nicotinate in inducing differentiation, inhibition of proliferation and apoptosis in cancer cells, depending upon its concentration.	inward 1982 , it was established that @DRUG$ ( alpha - TS ) was the most effective form of vitamin E in comparison to @DRUG$ , alpha-tocopheryl acetate and alpha-tocopheryl nicotinate in inducing differentiation , suppression of proliferation and apoptosis in cancer cellular telephone , look upon its concentration .	In 1982 , it was established that @DRUG$ ( alpha - cancer ) was the most effective form of vitamin proliferation in comparison to @DRUG$ , alpha-tocopheryl acetate and alpha-tocopheryl nicotinate in inducing differentiation , inhibition of E and apoptosis in TS cells , depending upon its concentration .	In 1982 , was established that @DRUG$ ( alpha - TS ) was the most effective form of vitamin E in comparison to @DRUG$ , alpha-tocopheryl acetate and alpha-tocopheryl nicotinate in inducing differentiation , inhibition proliferation and apoptosis cancer cells , depending upon its concentration .	@DRUG$ is more effective than @DRUG$ in inducing differentiation, inhibition of proliferation, and apoptosis in cancer cells, depending upon its concentration.	0
0	MATERIALS AND METHODS: Sublethally irradiated (300 cGY) NOD/SCID mice transplanted with human cord blood mononuclear cells (CB MNC) were injected with ad-SDF-1 (10(9) plaque forming units, i.v., x 1) or @DRUG$ (10 mg/kg/dose, i.v. @DRUG$ 24 hours x 7).	MATERIALS AND METHODS : Sublethally irradiated ( 300 cGY ) nod / SCID mice graft with human cord blood mononuclear cells ( CB MNC ) were injected with advertizement - SDF - one ( 10 ( 9 ) memorial tablet imprint units , i.v. , x one ) or @DRUG$ ( 10 mg /kg / dose , i.v. @DRUG$ 24 hours x 7 ) .	MATERIALS ( AND : Sublethally irradiated METHODS 300 7 ) NOD / mg mice transplanted with were cord blood mononuclear cells ( CB MNC ) human injected with ad - SDF - 1 ( 10 ( 9 ) plaque forming units , i.v. , x 1 ) or @DRUG$ ( 10 SCID /kg / dose x i.v. @DRUG$ 24 hours , cGY ) .	MATERIALS METHODS : Sublethally irradiated ( 300 cGY NOD / mice transplanted with human blood mononuclear ( CB MNC ) were injected with ad SDF - 1 ( 10 ( 9 plaque forming units , i.v. , x ) or @DRUG$ ( 10 mg /kg / dose , i.v. @DRUG$ 24 hours x ) .	MATERIALS AND METHODS : Sublethally irradiated ( 300 cGY ) NOD / SCID mice transplanted with human cord blood mononuclear cells ( CB MNC ) were injected with ad - SDF - 1 ( 10 ( 9 ) plaque forming units , i	1
0	The metabolic pathway of TA is the formation of p-hydroxytriamterene (OH-@DRUG$), which is subsequently conjugated with active @DRUG$ to form p-hydroxytriamterene sulfuric acid ester (OH-TA-ester).	The metabolic pathway of ta is the formation of p-hydroxytriamterene ( OH - @DRUG$ ) , which is afterward conjugated with active @DRUG$ to strain p-hydroxytriamterene sulfuric acid ester ( OH - ta -ester ) .	The metabolic pathway of acid OH the form of p-hydroxytriamterene ( OH - @DRUG$ ) , which is subsequently conjugated with active @DRUG$ to formation p-hydroxytriamterene sulfuric TA ester ( is - TA -ester ) .	The metabolic pathway of TA is the formation of p-hydroxytriamterene ( OH - @DRUG$ ) , which is subsequently conjugated active @DRUG$ p-hydroxytriamterene sulfuric acid ester ( OH TA -ester ) .	@DRUG$ is converted into OH-DRUGA, which is then conjugated with @DRUG$ to form OH-TA-ester.	0
0	The glucuronidation of dabigatran was catalyzed by human hepatic and intestinal microsomes with @DRUG$(@DRUG$) values in the range of 180 to 255 and 411 to 759 microM, respectively.	The glucuronidation of dabigatran was catalyzed by human being hepatic and intestinal microsome with @DRUG$ ( @DRUG$ ) values in the range of one hundred eighty to 255 and 411 to 759 microM , respectively .	The glucuronidation of dabigatran human the by was hepatic microM intestinal microsomes with @DRUG$ ( @DRUG$ ) values in catalyzed range of 180 to 255 and 411 to 759 and , respectively .	The glucuronidation of dabigatran was catalyzed by hepatic intestinal microsomes with @DRUG$ ( @DRUG$ ) in the range of 180 to 255 and 411 to 759 microM , respectively .	The glucuronidation of dabigatran was catalyzed by human hepatic and intestinal microsomes with @DRUG$ ( @DRUG$ ) values in the range of 180 to 255 and 411 to 759 microM , respectively ."DRUGA is the enzyme that catalyzes the	0
1	Accordingly, the @DRUG$(d) value for heme binding to HSA increases from 5.0 x 10(-7) M to 4.8 x 10(-6) M and 9.2 x 10(-7) M, in the presence of saturating amounts of apomorphine and @DRUG$, respectively.	accordingly , the @DRUG$ ( d ) value for heme binding to HSA increases from 5.0 ten 10 ( - heptad ) M to 4.8 ten 10 ( - hexad ) M and 9.2 ten 10 ( - heptad ) M , in the presence of saturating amounts of apomorphine and @DRUG$ , severally .	Accordingly to the @DRUG$ ( d ) value for heme binding to HSA increases from 5.0 x 10 ( - x ) M , ) 7 in ( - 6 4.8 M and 9.2 x and ( - 7 ) M , 10 the presence of saturating amounts of apomorphine 10 @DRUG$ , respectively .	Accordingly , the @DRUG$ ( d ) value for heme binding to HSA increases from 5.0 x 10 ( - 7 ) M 4.8 x 10 ( - 6 ) M and 9.2 x 10 ( - 7 ) M , in the presence of saturating amounts of apomorphine and @DRUG$ , respectively .	The @DRUG$ ( d ) value for heme binding to HSA increases from 5.0 x 10 ( - 7 ) M to 4.8 x 10 ( - 6 ) M and 9.2 x 10 ( - 7 ) M , in the presence of saturating amounts of apomorph	1
1	Incubation of factor Xa with protein S revealed a noncompetitive inhibition of factor Xa by protein S with a @DRUG$ of (4.9 +/- 0.8) x 10(-7) M. Both protein S and @DRUG$-C4BP complex were able to inhibit factor Xa to the same extent, whereas PSt had lost its inhibitory activity.	Incubation of ingredient Xa with protein S revealed a noncompetitive inhibition of ingredient Xa by protein S with a @DRUG$ of ( 4.9 +/- 0.8 ) tenner tenner ( - 7 ) M. both protein S and @DRUG$ - C4BP complex were able to inhibit ingredient Xa to the same extent , whereas pst had lost its repressive activity .	Incubation of factor Xa with protein S revealed a noncompetitive inhibition of factor Xa ( protein S with 4.9 @DRUG$ of M. inhibit +/- 0.8 ) to - ( - 7 ) by Both protein S and @DRUG$ 10 C4BP complex were able x a factor Xa to the same extent , whereas PSt had lost its inhibitory activity .	Incubation of factor Xa with protein S revealed a noncompetitive inhibition of factor by S with a @DRUG$ of 4.9 +/- 0.8 ) x 10 ( - 7 ) M. Both protein S and @DRUG$ - C4BP complex were able to inhibit factor Xa to the same extent , whereas PSt had lost its inhibitory activity .	@DRUG$ inhibits @DRUG$ by a factor of ( 4.9 +/- 0.8 ) x 10 ( - 7 ) M.	0
0	Freeze-drying was carried out with a 500 micrograms/mL solution of aplidine in 40% (v/v) @DRUG$ in Water for Injection (WfI) containing 25 @DRUG$/mL D-mannitol as a bulking agent.	Freeze-drying was stock out with a 500 mcg / mL solution of aplidine in 40 % ( v/v ) @DRUG$ in Water for Injection ( WfI ) containing 25 @DRUG$ / mL D-mannitol as a bulking factor .	Freeze-drying was carried out with a 500 ( / WfI solution of 25 in 40 % micrograms v/v ) @DRUG$ in Water for Injection ( mL ) containing aplidine @DRUG$ / mL D-mannitol as a bulking agent .	Freeze-drying was carried out with a 500 micrograms / solution of 40 % ( v/v ) @DRUG$ in Water Injection ( WfI ) containing @DRUG$ / mL D-mannitol as a bulking agent .	Freeze-drying was carried out with a 500 micrograms / mL solution of aplidine in 40 % ( v/v ) @DRUG$ in Water for Injection ( WfI ) containing 25 @DRUG$ / mL D-mannitol as a bulking agent .	0
0	@DRUG$/verapamil SR is generally more effective at controlling hypertension than either component as monotherapy, and is @DRUG$ effective as a number of other fixed-dose combination therapies.	@DRUG$ / isoptin SR is generally more effective at controlling high blood pressure than either component as monotherapy , and is @DRUG$ effective as a number of other fixed - lucy in the sky with diamonds combination therapies .	@DRUG$ at verapamil SR is generally more effective / dose therapies than either component as monotherapy , and is @DRUG$ effective as a number of other fixed - controlling combination hypertension .	@DRUG$ / verapamil SR is generally more effective at controlling hypertension than either component as monotherapy , and is @DRUG$ effective a of other - dose combination therapies .	@DRUG$ is more effective than either component as monotherapy, and @DRUG$ is effective as a number of other fixed-dose combination therapies.	0
0	This study shows that @DRUG$ can directly induce @DRUG$-selectin expression on endothelium in vitro and in vivo and that the latter response is capable of supporting prolonged leukocyte rolling in rat postcapillary venules.	This learn shows that @DRUG$ can directly induce @DRUG$ - selectin expression on endothelium in vitro and in vivo and that the latter answer is capable of supporting prolonged leucocyte rolling in rat postcapillary venules .	endothelium study shows that @DRUG$ can directly induce @DRUG$ - selectin expression on This in vitro and capable vivo and that of latter response is in the supporting prolonged leukocyte rolling in rat postcapillary venules .	This study shows that @DRUG$ can directly induce @DRUG$ - selectin expression on endothelium in and in vivo and that the latter response is capable of supporting prolonged leukocyte rolling in postcapillary venules .	@DRUG$ can directly cause @DRUG$ to be expressed on the endothelium in vitro (in a test tube) and in vivo (in a living organism), and that this response is capable of supporting prolonged leukocyte rolling in rat postcapillary venules.	0
0	In a subgroup of participants, transient increases in levels of @DRUG$-dimer and @DRUG$ fragments 1 and 2 were observed, which resolved within 24 to 72 hours.	In a subgroup of participants , transient increases in levels of @DRUG$ - dimer and @DRUG$ fragments 1 and ii were observed , which resolved inside  to 72 hours .	to a subgroup of participants , transient increases in levels were @DRUG$ - dimer and @DRUG$ fragments 1 and which of observed , 2 resolved within 24 In 72 hours .	In a subgroup of participants , transient in levels of @DRUG$ dimer @DRUG$ fragments 1 2 were observed , which resolved within 24 to 72 hours .	In some people, @DRUG$ levels increased temporarily, but this resolved within a few days.	1
0	High-density lipoprotein @DRUG$ was suppresed during treatment, but liver function tests, hematocrit, @DRUG$, mood, and sexual function were unaffected.	High-density lipoprotein @DRUG$ was suppresed during handling , but liver function tests , haematocrit , @DRUG$ , mood , and sexual function were unaffected .	High-density lipoprotein @DRUG$ was suppresed during treatment sexual but liver function tests , , , @DRUG$ hematocrit mood , and , function were unaffected .	High-density lipoprotein @DRUG$ was suppresed during treatment , but liver function tests , , @DRUG$ , mood , and sexual function were unaffected .	High-density lipoprotein @DRUG$ was suppressed during treatment, but liver function tests, hematocrit, @DRUG$, mood, and sexual function were unaffected.	0
0	The half-life of @DRUG$-cresol was twice as long @DRUG$ that of creatinine (1.5 +/- 0.8 vs. 0.8 +/- 0.1 h, p<0.05).	The one half - life of @DRUG$ - cresol was double as long @DRUG$ that of creatinine ( 1.5 +/- 0.8 vs. 0.8 +/- 0.1 h , p<0.05 ) .	+/- half - life of @DRUG$ - cresol was twice as long @DRUG$ that of creatinine vs. 1.5 The 0.8 ( 0.8 +/- 0.1 h , p<0.05 ) .	half - life of @DRUG$ - cresol was twice as long @DRUG$ that of creatinine ( +/- 0.8 vs. +/- 0.1 h , p<0.05 ) .	The half - life of @DRUG$ - cresol was twice as long @DRUG$ that of creatinine ( 1.5 +/- 0.8 vs. 0.8 +/- 0.1 h , p<0.05 ) ."DRUGA has a longer half-	0
0	A quantitative high performance liquid chromatography method (HPLC) and a confirmative liquid chromatography-tandem mass spectrometry (LC-MS/MS) for the simultaneous determination of 18 sulfonamides such as sulfamidinum, sulfanilamide, sulfisomidine, sulfadiazine, @DRUG$, @DRUG$, sulfamerazine, sulfadimidine, sulfamethoxypyridazine, sulfamethoxydiazine, sulfisoxazole, sulfachloropyridazine, sulfamethoxazole, sulfamonomethoxine, sulfadoxine, sulfaclozine, sulfadimethoxine, sulfaquinoxaline in the muscles, livers and kidneys of swine, bovine and chicken were developed and validated.	A quantitative high public presentation fluid chromatography method acting ( HPLC ) and a verifying fluid chromatography - tandem bicycle mass spectrometry ( LC - MS / MS ) for the simultaneous determination of 18 sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine , sulfadiazine , @DRUG$ , @DRUG$ , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , sulfamethoxydiazine , gantrisin , sulfachloropyridazine , sulfamethoxazole , sulfamonomethoxine , sulfadoxine , sulfaclozine , sulfadimethoxine , sulfaquinoxaline in the brawn , livers and kidneys of swine , bovine and chicken were highly developed and validated .	A quantitative high performance the chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass , ( LC - MS / MS ) for liquid simultaneous determination of sulfaquinoxaline sulfonamides such as sulfamidinum , 18 spectrometry sulfisomidine , sulfadiazine , @DRUG$ validated @DRUG$ , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , sulfamethoxydiazine , sulfisoxazole , the , sulfamethoxazole , sulfamonomethoxine , sulfadoxine , sulfaclozine , , sulfadimethoxine , in sulfachloropyridazine muscles , livers and kidneys of swine , bovine and chicken were developed and sulfanilamide .	A quantitative high performance liquid chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass spectrometry ( - MS / MS for determination of 18 sulfonamides such as sulfamidinum , , sulfisomidine , sulfadiazine , @DRUG$ , @DRUG$ , sulfamerazine , sulfadimidine , sulfamethoxypyridazine , sulfamethoxydiazine , sulfisoxazole , sulfachloropyridazine , sulfamethoxazole , sulfamonomethoxine , sulfadoxine , sulfaclozine , , sulfaquinoxaline in the , livers and kidneys swine , bovine and chicken were developed and validated .	A quantitative high performance liquid chromatography method ( HPLC ) and a confirmative liquid chromatography - tandem mass spectrometry ( LC - MS / MS ) for the simultaneous determination of 18 sulfonamides such as sulfamidinum , sulfanilamide , sulfisomidine ,	1
0	RESULTS: In 2 randomized, double-blind, placebo-controlled trials (total number of patients, 647), telmisartan 40 or 80 mg/@DRUG$ was at least @DRUG$ effective as enalapril 20 mg/d for lowering blood pressure (BP) in patients with mild to moderate hypertension.	RESULTS : indium 2 randomized , double - blind , placebo- controlled tryout ( totality number of patients , 647 ) , telmisartan 40 or eighty mg / @DRUG$ was at least @DRUG$ effective as enalapril 20 mg /d for lowering blood pressure ( BP ) in patients with mild to mince hypertension .	telmisartan : RESULTS 2 randomized , double ) blind , placebo- controlled trials ( 80 moderate of patients , 647 - , In 40 or total mg / @DRUG$ was at least @DRUG$ effective as enalapril 20 mg /d for lowering blood pressure ( BP ) in patients with mild to number hypertension .	RESULTS : In 2 randomized double - blind , placebo- controlled trials ( total number of patients , 647 ) , telmisartan 40 or 80 mg @DRUG$ at least @DRUG$ effective as enalapril mg /d for lowering blood pressure ( BP ) in patients with mild to moderate hypertension .	Telmisartan (@DRUG$) was at least as effective as enalapril (@DRUG$) for lowering blood pressure (BP) in patients with mild to moderate hypertension.	0
0	Mean increase in Hb was 2.4 g/dl (95% confidence interval [CI], 2.1-2.7) for FG (@DRUG$ = .0092 vs. oral @DRUG$; p = .0044 vs. no iron), 1.6 g/dl (95% CI, 1.1-2.1) for oral iron (p =.7695 vs. no iron), and 1.5 g/dl (95% CI, 1.1-1.9) for no iron.	Mean addition in hb was 2.4 g/dl ( xcv % trust time interval [ CI ] , 2.1-2.7 ) for FG ( @DRUG$ = .0092 vs. oral @DRUG$ ; p = .0044 vs. no iron out ) , 1.6 g/dl ( xcv % CI , 1.1-2.1 ) for oral iron out ( p =.7695 vs. no iron out ) , and 1.5 gb /dl ( xcv % CI , 1.1-1.9 ) for no iron out .	Mean increase FG Hb .0044 2.4 ( ( 95 % confidence interval , CI ] , 2.1-2.7 ) for in ( @DRUG$ = .0092 1.1-1.9 oral @DRUG$ ; p = was vs. no iron ) [ 1.6 g/dl ( 95 % CI , 1.1-2.1 ) for oral iron ( p =.7695 95 no iron ) , and 1.5 g /dl g/dl vs. % CI , vs. ) for no iron .	Mean increase in Hb 2.4 g/dl ( 95 % confidence interval CI , 2.1-2.7 for ( @DRUG$ = .0092 vs. oral @DRUG$ ; p = .0044 vs. no iron ) , 1.6 g/dl ( 95 % CI , ) for oral iron ( p =.7695 vs. no iron ) , and 1.5 g /dl ( 95 % , 1.1-1.9 ) for no iron .	FG ( @DRUG$ = .0092 vs. oral @DRUG$ ; p = .0044 vs. no iron )"This means that the mean increase in Hb was 2.4 g/dl when DRUGA was used, compared to when oral DRUGB was	0
1	NSAID-triptan combinations, dihydroergotamine, non-opioid combination analgesics (acetaminophen, @DRUG$, and caffeine), and several anti-emetics (@DRUG$, domperidone, and prochlorperazine) are additional evidence-based options.	NSAID -triptan combinations , dihydroergotamine , non-opioid combination analgesic ( acetaminophen , @DRUG$ , and caffeine ) , and respective anti-emetics ( @DRUG$ , domperidone , and prochlorperazine ) are additional demonstrate - based options .	NSAID -triptan combinations , dihydroergotamine , non-opioid ( analgesics combination acetaminophen , @DRUG$ are and caffeine ) , and several anti-emetics prochlorperazine @DRUG$ , domperidone , and ( ) , additional evidence - based options .	NSAID -triptan combinations , dihydroergotamine , non-opioid combination analgesics ( acetaminophen , @DRUG$ , and caffeine ) , and several anti-emetics ( @DRUG$ , domperidone , and ) are additional evidence - based options .	NSAID -triptan combinations , dihydroergotamine , non-opioid combination analgesics ( acetaminophen , @DRUG$ , and caffeine ) , and several anti-emetics ( @DRUG$ , domperidone , and prochlorperazine ) are additional	0
0	Close structural analogs of @DRUG$ and spermine, polyamine mimetics, are potential chemotheraputic agents @DRUG$ they depress cellular polyamines required for tumor growth.	Close geomorphologic analogs of @DRUG$ and spermine , polyamine mimetics , are potentiality chemotheraputic agents @DRUG$ they depress cellular polyamines required for tumor growth .	Close structural analogs of @DRUG$ and spermine , potential growth , are polyamine chemotheraputic agents @DRUG$ they depress cellular polyamines required for tumor mimetics .	Close structural analogs of @DRUG$ and spermine , polyamine mimetics , are potential chemotheraputic agents @DRUG$ they depress cellular polyamines required for tumor growth .	@DRUG$ and @DRUG$ are close structural analogs, meaning that they have very similar chemical structures. Polyamine mimetics are potential chemotheraputic agents, meaning that they may be able to treat cancer. DRUGB depress cellular polyamines required for tumor growth, meaning that they may	0
1	In conclusion, @DRUG$ appeared to be less effective than @DRUG$ in the long-term treatment of depression.	In conclusion , @DRUG$ appeared to be less effective than @DRUG$ in the long-term discourse of depression .	conclusion In , @DRUG$ appeared to be less effective than @DRUG$ in the long-term treatment of depression .	In conclusion @DRUG$ appeared to be less effective than @DRUG$ in the long-term treatment of depression .	@DRUG$ is less effective than @DRUG$ in the long-term treatment of depression.	0
0	@DRUG$ is the first potent and selective non-peptide antagonist of the @DRUG$ 1 (CGRP1) receptor, a key modulator in neurogenic inflammatory pain.	@DRUG$ is the maiden potent and selective non-peptide antagonist of the @DRUG$ 1 ( CGRP1 ) receptor , a key modulator in neurogenic rabble rousing pain .	@DRUG$ in the first potent and selective pain antagonist of the @DRUG$ 1 ( CGRP1 ) receptor , a key modulator is neurogenic inflammatory non-peptide .	@DRUG$ is the first potent and selective non-peptide antagonist of @DRUG$ 1 ( CGRP1 ) receptor , a key modulator in neurogenic inflammatory pain .	@DRUG$ is a drug that selectively blocks the effects of @DRUG$, which is a chemical that causes pain.	0
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/@DRUG$ plus chlorthalidone 12.5 or 25 mg/d, captopril 50 @DRUG$/d plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	In comparative test in the management of high blood pressure , the combining of trandolapril 1 or 2 mg /d and isoptin ER 180 mg /d was statistically indistinguishable from or ranking to the combinations of atenolol 50 or 100 mg / @DRUG$ plus chlorthalidone 12.5 or 25 mg /d , captopril 50 @DRUG$ / d plus HCTZ 25 mg /d , zestril xx mg / d plus HCTZ 12.5 mg /d , and lopressor 100 mg / d plus HCTZ 12.5 mg/d .	In comparative trials in the management /d 12.5 mg the combination of trandolapril 1 or 2 atenolol /d and mg ER 180 mg /d was statistically indistinguishable from or superior to the combinations of , 50 or 100 mg / @DRUG$ plus chlorthalidone 12.5 or 25 mg /d , captopril 50 @DRUG$ / lisinopril plus HCTZ 20 mg of , d 25 verapamil / d plus HCTZ hypertension mg /d , and metoprolol 100 mg / d plus HCTZ 12.5 mg/d .	In comparative trials in management of hypertension , the combination of trandolapril 1 or 2 mg /d and verapamil ER mg /d was statistically indistinguishable from or superior the combinations of atenolol 50 or 100 mg / @DRUG$ plus chlorthalidone 12.5 or 25 mg /d , captopril 50 @DRUG$ / d plus HCTZ 25 mg /d , lisinopril 20 mg / d HCTZ 12.5 mg /d , and 100 mg / d plus HCTZ 12.5 mg/d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg / @DRUG$ plus chlorthalidone 12.5 or 25 mg /d	1
0	Effect of @DRUG$ and @DRUG$ supplementation on bone density in men and women 65 years of age or older.	Effect of @DRUG$ and @DRUG$ supplementation on bone density in men and women lxv years of age or former .	Effect of @DRUG$ and @DRUG$ supplementation on bone and in men density women 65 years age of or older .	Effect of @DRUG$ and @DRUG$ supplementation on bone density in men and women years of age or older .	The effect of @DRUG$ supplementation on bone density in men and women 65 years of age or older."And the relationship between @DRUG$ and DRUGA is this:"The effect of DRUGB supplementation on bone density in men and women 65 years of age or older	0
0	@DRUG$-@DRUG$ scintimammography for the detection of breast carcinoma: comparison between planar and SPECT imaging.	@DRUG$ -@DRUG$ scintimammography for the detection of breast carcinoma : comparison between two dimensional and SPECT imaging .	@DRUG$ -@DRUG$ scintimammography for the detection of breast carcinoma : comparison imaging planar and SPECT between .	@DRUG$ -@DRUG$ scintimammography detection of breast carcinoma : comparison between planar and SPECT imaging	@DRUG$ -@DRUG$ scintimammography for the detection of breast carcinoma : comparison between planar and SPECT imaging ."DRUGA is the name of the study, while DRUGB is the name of the drug.	0
0	Recent insights into novel targets and mechanisms of antimicrobial and anti-inflammatory activity coupled with the acquisition of innovative drug delivery technologies have, however, rekindled interest in @DRUG$ @DRUG$ a potential therapy for multidrug- and extensively multidrug-resistant tuberculosis in particular, as well as several autoimmune diseases.	Recent insights into novel target and mechanisms of antimicrobial and anti-inflammatory activity coupled with the acquisition of innovative do drugs delivery engineering have , however , rekindled interest in @DRUG$ @DRUG$ a electric potential therapy for multidrug - and extensively multidrug -resistant tuberculosis in specific , as well as several autoimmune diseases .	Recent insights into novel targets and mechanisms of antimicrobial and anti-inflammatory activity coupled with the acquisition interest innovative drug delivery technologies have , however , rekindled of therapy @DRUG$ @DRUG$ a potential in for multidrug - tuberculosis extensively multidrug -resistant , in particular and as well as several autoimmune diseases .	Recent insights into novel targets of antimicrobial and anti-inflammatory activity coupled with the acquisition of innovative drug delivery technologies have , however , rekindled interest in @DRUG$ @DRUG$ a therapy for multidrug - and extensively multidrug -resistant tuberculosis in particular , as well as several autoimmune diseases .	@DRUG$ and @DRUG$ are potential therapies for multidrug- and extensively multidrug-resistant tuberculosis, as well as several autoimmune diseases.	0
1	@DRUG$, a centrally acting analgesic structurally related to codeine and @DRUG$, consists of two enantiomers, both of which contribute to analgesic activity via different mechanisms.	@DRUG$ , a centrally playacting analgesic structurally related to codeine and @DRUG$ , lie of two enantiomers , both of which contribute to analgesic activity via different mechanisms .	@DRUG$ , a centrally acting analgesic structurally related to codeine and @DRUG$ , consists of two activity , both to which contribute of analgesic enantiomers via different mechanisms .	@DRUG$ , a centrally acting analgesic structurally related to codeine and @DRUG$ , consists of two , both of to analgesic activity via different mechanisms .	@DRUG$ is a drug that is structurally related to codeine, and @DRUG$ is a drug that consists of two enantiomers, both of which contribute to analgesic activity via different mechanisms.	0
0	Dogs (n = 10) and humans with psoriasis (n = 21) orally administered @DRUG$-@DRUG$ and L /D-AMT at the same L-enantiomer dose resulted in stereoselective absorption (absent D-enantiomer in plasma), bioequivalent L-enantiomer pharmacokinetics, and equivalent safety.	Dogs ( north = 10 ) and humans with psoriasis ( north = 21 ) by word of mouth allot @DRUG$ - @DRUG$ and L /D- AMT at the same L-enantiomer dose resulted in stereoselective absorption ( absent D-enantiomer in plasm ) , bioequivalent L-enantiomer pharmacokinetics , and equivalent safety .	Dogs n ( = 10 ) and humans with psoriasis ( n = 21 ) orally administered @DRUG$ - @DRUG$ dose L /D- AMT at the , L-enantiomer and resulted in stereoselective absorption ( absent D-enantiomer in plasma ) L-enantiomer bioequivalent , pharmacokinetics same and equivalent safety .	Dogs n = 10 ) and humans with psoriasis ( n = 21 ) orally administered @DRUG$ - @DRUG$ and L /D- at the same L-enantiomer dose resulted in stereoselective absorption absent D-enantiomer plasma ) , bioequivalent L-enantiomer pharmacokinetics and equivalent safety .	Dogs and humans with psoriasis orally administered @DRUG$ - @DRUG$ and L /D- AMT at the same L-enantiomer dose resulted in stereoselective absorption ( absent D-enantiomer in plasma ) , bioequivalent L-enantiomer pharmac	0
1	In @DRUG$-treated rats, THCV, like @DRUG$ (i) reduced stereotyped behaviour; (ii) decreased time spent immobile in the forced swim test; and (iii) normalized hyperlocomotor activity, social behaviour and cognitive performance.	In @DRUG$ - treated rats , THCV , like @DRUG$ ( i ) reduced stereotypic demeanor ; ( ii ) decreased time spent firm in the forced swim test ; and ( trine ) normalized hyperlocomotor activity , social demeanor and cognitive performance .	In @DRUG$ - treated rats , THCV , like @DRUG$ ( i ) reduced stereotyped behaviour behaviour ( ; immobile decreased time spent test in the forced swim ) ; and ( iii ) normalized hyperlocomotor activity , social ii and cognitive performance .	In @DRUG$ - treated rats , THCV , like @DRUG$ ( i ) reduced stereotyped behaviour ; ( ii ) decreased time spent immobile the forced swim test ; and ( iii ) hyperlocomotor activity , social behaviour and cognitive performance .	In @DRUG$ - treated rats , THCV , like @DRUG$ ( i ) reduced stereotyped behaviour ; ( ii ) decreased time spent immobile in the forced swim test ; and ( iii ) normalized hyperlocomotor activity , social behaviour and cognitive performance ."In other words,	0
0	Arterial and venous plasma samples were collected, and diacetylmorphine, monoacetylmorphine, @DRUG$, morphine-3-glucuronide, @DRUG$, and morphine-d3 plasma concentrations were measured by liquid chromatography-mass spectrometry.	arterial and venous plasma samples were pile up , and diacetylmorphine , monoacetylmorphine , @DRUG$ , morphia - 3 - glucuronide , @DRUG$ , and morphia - d3 plasma concentrations were measured by liquid chromatography - mass spectrometry .	Arterial and venous plasma samples were collected , and diacetylmorphine monoacetylmorphine , , @DRUG$ , by - 3 - glucuronide , @DRUG$ , and morphine - d3 plasma concentrations were measured mass liquid chromatography - morphine spectrometry .	Arterial and venous plasma samples were , and diacetylmorphine monoacetylmorphine , @DRUG$ , morphine - 3 - glucuronide , @DRUG$ morphine - d3 plasma concentrations were measured by liquid chromatography - mass spectrometry .	Arterial and venous plasma samples were collected and diacetylmorphine, monoacetylmorphine, @DRUG$, morphine-3-glucuronide, @DRUG$, and morphine-d3 plasma concentrations were measured by liquid chromatography-mass spectrometry.	0
1	Unlike @DRUG$, carboplatin and nedaplatin, @DRUG$ does not undergo a facile dissociative electron transfer reaction when an electron is attached.	unlike @DRUG$ , carboplatin and nedaplatin , @DRUG$ does not undergo a facile dissociative electron transfer response when an electron is attached .	Unlike @DRUG$ , carboplatin and dissociative , @DRUG$ does not undergo a facile nedaplatin electron electron reaction when an transfer is attached .	Unlike @DRUG$ , carboplatin and nedaplatin , @DRUG$ does not undergo a facile dissociative electron transfer reaction when an electron is attached .	@DRUG$ is a drug that is used to treat cancer. @DRUG$ is a drug that does not undergo a facile dissociative electron transfer reaction when an electron is attached.	0
0	In conclusion, @DRUG$ has a favorable influence of body weight and improves @DRUG$ tolerance and the lipid profile in obese mice.	In conclusion , @DRUG$ has a favorable influence of body free weight and improves @DRUG$ tolerance and the lipid visibility in obese mice .	In favorable weight @DRUG$ has a conclusion influence of body , and improves @DRUG$ tolerance and the lipid profile in obese mice .	In conclusion , @DRUG$ has a favorable influence body weight and improves @DRUG$ tolerance and the profile in obese mice .	@DRUG$ makes it easier for obese mice to tolerate @DRUG$, and it also improves their lipid profile.	0
1	Comparison of the efficacy and safety of rosuvastatin versus @DRUG$, @DRUG$, and pravastatin across doses (STELLAR* Trial).	Comparison of the efficacy and safety of rosuvastatin versus @DRUG$ , @DRUG$ , and pravachol across zen ( STELLAR * Trial ) .	the of Comparison efficacy * safety of rosuvastatin versus @DRUG$ , @DRUG$ , and pravastatin across doses ( STELLAR and Trial ) .	of the efficacy and safety of rosuvastatin versus @DRUG$ , @DRUG$ , and pravastatin across doses ( STELLAR * Trial ) .	The STELLAR* Trial found that rosuvastatin was more effective and safer than @DRUG$ , @DRUG$ , and pravastatin across doses.	0
0	This represents a significant advantage over low molecular weight heparins (LMWHs) @DRUG$ a potential replacement agent for @DRUG$ (UFH) in patients with immune-mediated (type II) heparin-induced thrombocytopenia (HIT).	This represents a significant advantage over low molecular weight heparins ( LMWHs ) @DRUG$ a potentiality substitute agent for @DRUG$ ( UFH ) in patients with immune-mediated ( type two ) heparin-induced thrombocytopenia ( HIT ) .	This represents a significant advantage over low LMWHs weight heparins ( molecular ) @DRUG$ a potential replacement agent for @DRUG$ ( UFH immune-mediated in patients with ) thrombocytopenia type II ) heparin-induced ( ( HIT ) .	This represents a significant advantage over low molecular weight heparins ( LMWHs ) @DRUG$ a replacement agent for @DRUG$ ( UFH ) patients with immune-mediated type II ) ( HIT ) .	@DRUG$ is a potential replacement agent for @DRUG$ in patients with immune-mediated ( type II ) heparin-induced thrombocytopenia ( HIT ) .	0
0	Three of the metabolites in rat urine were isolated and characterized @DRUG$ 4-OH-GTS-21, 4-OH-GTS-21 glucuronide and 2-OH-@DRUG$ glucuronide.	Three of the metabolite in rat water were isolated and characterized @DRUG$ 4- OH - GTS - xxi , 4 - OH - GTS - xxi glucuronide and 2 - OH - @DRUG$ glucuronide .	Three GTS the metabolites in rat urine were isolated and characterized @DRUG$ 4- OH - of - 21 , 4 - OH - GTS - 21 glucuronide and 2 - OH - @DRUG$ glucuronide .	Three of the metabolites in urine were isolated and characterized @DRUG$ 4- OH - GTS - 21 , 4 - OH - GTS - 21 glucuronide and 2 - OH - @DRUG$ glucuronide .	@DRUG$ is converted into three metabolites in rat urine - 4-OH-GTS-21, 4-OH-GTS-21 glucuronide, and 2-OH-@DRUG$ glucuronide.	0
0	These findings indicate that co-ingestion of alpha-lipoic acid with @DRUG$ and a small amount of sucrose can enhance muscle total creatine content @DRUG$ compared to the ingestion of creatine and sucrose or creatine alone.	These discover indicate that co-ingestion of alpha-lipoic acid with @DRUG$ and a small amount of sucrose can enhance muscle total creatin content @DRUG$ compared to the ingestion of creatin and sucrose or creatin unique .	These of indicate that co-ingestion of alpha-lipoic acid the @DRUG$ and a small amount findings sucrose to enhance muscle total creatine content @DRUG$ compared can with ingestion of creatine and sucrose or creatine alone .	These findings that co-ingestion of alpha-lipoic acid with @DRUG$ and a small amount of sucrose can enhance total creatine content @DRUG$ compared to the ingestion of creatine and creatine alone .	Alpha-lipoic acid can enhance muscle total creatine content when taken with @DRUG$, compared to taking creatine and sucrose or creatine alone.	1
0	@DRUG$/@DRUG$: A Review of the Latest Agent in the Fight against Hepatitis C. Hepatitis C virus (HCV) is estimated to affect up to 150 million people worldwide.	@DRUG$ / @DRUG$ : A Review of the up to the minute agent in the Fight against hepatitis C. hepatitis C virus ( HCV ) is estimated to affect up to 150 million people worldwide .	@DRUG$ / @DRUG$ : A Review of HCV Latest Agent in the Fight against ( C. Hepatitis C virus Hepatitis the ) people estimated to affect up to 150 million is worldwide .	@DRUG$ / @DRUG$ : A Review of the Latest Agent in the Fight against Hepatitis C. Hepatitis C virus ( HCV ) is estimated to affect up to 150 million people .	@DRUG$ and @DRUG$ are both agents that can be used in the fight against hepatitis C. Hepatitis C virus ( HCV ) is estimated to affect up to 150 million people worldwide .	0
0	After genistein-treatment, @DRUG$ decreased (genistein = 3.18 +/- 0.12 g/L; placebo = 3.83 +/- 0.04 g/@DRUG$; P < 0.001) with respect to placebo.	After genistein-treatment , @DRUG$ decreased ( genistein = 3.18 +/- 0.12 g/L ; placebo = 3.83 +/- 0.04 g/@DRUG$ ; atomic number  < 0.001 ) with deference to placebo .	After genistein-treatment , ) decreased ( genistein = 3.18 +/- 0.12 g/L @DRUG$ placebo = 3.83 +/- 0.04 g/@DRUG$ ; P < 0.001 ; with respect to placebo .	After genistein-treatment , @DRUG$ decreased ( genistein = 3.18 +/- 0.12 g/L ; = 3.83 0.04 g/@DRUG$ ; P < 0.001 ) with respect to placebo .	After genistein-treatment, @DRUG$ decreased (genistein = 3.18 +/- 0.12 g/L; placebo = 3.83 +/- 0.04 g/@DRUG$; P < 0.001) with respect to placebo."In other words, the	0
0	BACKGROUND AND OBJECTIVES: MP4 (Hemospan), a @DRUG$-based oxygen carrier, has been designed to deliver @DRUG$ to hypoxic tissues without causing vasoconstriction.	BACKGROUND AND objective lens : MP4 ( Hemospan ) , a @DRUG$ - based oxygen carrier , has been designed to deliver @DRUG$ to hypoxic weave without causing vasoconstriction .	BACKGROUND hypoxic causing : MP4 ( Hemospan ) , a @DRUG$ - based oxygen carrier , has been designed to deliver @DRUG$ to AND tissues without OBJECTIVES vasoconstriction .	BACKGROUND AND OBJECTIVES : MP4 ( ) , a @DRUG$ - based oxygen carrier , has been designed to deliver @DRUG$ to hypoxic tissues causing vasoconstriction .	BACKGROUND AND OBJECTIVES : MP4 ( Hemospan ) , a @DRUG$ - based oxygen carrier , has been designed to deliver @DRUG$ to hypoxic tissues without causing vasoconstriction ."DRUGA is a substance that is used to deliver DRUGB to	0
1	INTRODUCTION: Eszopiclone is the active S-enantiomer of R,S-@DRUG$, and is a cyclopyrrolone hypnotic acting via the GABA-@DRUG$ receptor system.	INTRODUCTION : Eszopiclone is the dynamic S-enantiomer of R ,S-@DRUG$ , and is a cyclopyrrolone hypnotic acting via the GABA - @DRUG$ receptor organisation .	INTRODUCTION : Eszopiclone is the active S-enantiomer of hypnotic ,S-@DRUG$ , and is a cyclopyrrolone R acting @DRUG$ the GABA - via receptor system .	: Eszopiclone is the active S-enantiomer of R ,S-@DRUG$ , and is a cyclopyrrolone hypnotic via the GABA - system .	Eszopiclone is a drug that affects the GABA-@DRUG$ receptor system, causing a hypnotic effect.	1
0	Binding affinities of the wild type and mutated RNA sequences were @DRUG$ predicted; the malarial plastid sequence had by far the highest affinity, whereas that from toxoplasma did not bind @DRUG$.	Binding affinities of the wild type and mutated RNA sequences were @DRUG$ predicted ; the malarial plastid sequence had by alir the in high spirits chemical attraction , whereas that from toxoplasma did not bind @DRUG$ .	Binding affinities of the wild did and mutated RNA sequences affinity @DRUG$ predicted ; the malarial plastid sequence had by far the highest were , whereas that from toxoplasma not type bind @DRUG$ .	Binding affinities the wild type and mutated RNA sequences were @DRUG$ predicted the malarial plastid sequence had by far the affinity , whereas that from toxoplasma did not bind @DRUG$ .	The malarial plastid sequence had by far the highest affinity, whereas that from toxoplasma did not bind @DRUG$.	1
0	The effect of flibanserin (32 mg/kg, i.p. 30 min before testing) on learned helplessness was not antagonized by the (a) 5-HT synthesis inhibitor parachlorophenylalanine (pCPA; 150 mg/kg p.o.x3 times), which reduced brain 5-HT by 89%; (b) 5-HT(1A) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl)piperazin-1yl-2-phenyl @DRUG$ [WAY100135; 10 @DRUG$/kg, i.p. 30 min before flibanserin, or 40 mg/kg, s.c. 15 min before flibanserin] and tertatolol (2.5 and 5 mg/kg, i.p. 30 min before flibanserin); and (c) 5-HT(2) receptor agonist (+/-)-2,5-dimethoxy-4-iodoamphetamine (DOI; 3 mg/kg, s.c. simultaneously with flibanserin).	The burden of flibanserin ( xxxii mg / kg , i.p. thirty minute before testing ) on learned helplessness was not antagonise by the ( a ) 5 - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; cl mg / kg p.o.x3 fourth dimension ) , which reduced learning ability 5 - HT by eighty nine % ; ( b) 5 - HT ( 1A ) sensory receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 @DRUG$ / kg , i.p. thirty minute before flibanserin , or 40 mg / kg , s.c. 15 minute before flibanserin ] and tertatolol ( 2.5 and 5 mg / kg , i.p. thirty minute before flibanserin ) ; and ( c ) 5 - HT ( deuce ) sensory receptor protagonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , s.c. at the same time with flibanserin ) .	( effect of and ( 32 mg / kg , i.p. ( min before testing ) on learned helplessness was not antagonized by the ( a ) 5 - HT synthesis inhibitor ) ( pCPA flibanserin flibanserin mg / kg - min ) , which reduced brain 5 p.o.x3 HT by 5 % ; ( b) 89 - HT ( 1A ) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 @DRUG$ / times , i.p. 30 min before flibanserin , or 40 mg / kg ; s.c. 15 min before 150 ] and tertatolol The 2.5 +/-)-2,5-dimethoxy-4-iodoamphetamine 5 mg / kg , flibanserin 30 kg before i.p. ) ; , ( c ) 5 - HT ( 2 ) receptor agonist ( and 30 DOI ; 3 mg / kg , s.c. simultaneously with flibanserin parachlorophenylalanine .	The of flibanserin ( 32 mg / kg , i.p. 30 before testing ) learned was not antagonized by the ( a ) 5 - HT synthesis inhibitor parachlorophenylalanine ( pCPA ; 150 / kg p.o.x3 times ) , which reduced brain 5 - HT by 89 % ; ( b) 5 HT ( ) receptor antagonists (+/-)-N-tert-butyl-3-4-(2-ethoxyphenyl) piperazin-1yl-2-phenyl @DRUG$ [ WAY100135 ; 10 @DRUG$ / kg , i.p. 30 before flibanserin , or 40 mg / kg , s.c. 15 min before flibanserin and ( 2.5 and 5 mg / kg , i.p. 30 min before flibanserin ) ; and ( c ) 5 - HT ( 2 agonist ( +/-)-2,5-dimethoxy-4-iodoamphetamine ( DOI ; 3 mg / kg , simultaneously with flibanserin ) .	Flibanserin did not antagonize the effect of parachlorophenylalanine on learned helplessness, which reduced brain 5-HT by 89%. However, flibanserin did antagonize the effect of WAY100135, tertatolol, and DOI on learned helplessness	1
1	The pooled mean-changed score of the @DRUG$-treated group was greater than that of the placebo-treated group and comparable to selective @DRUG$ reuptake inhibitors (SSRIs).	The pooled mean-changed score of the @DRUG$ - treated group was greater than that of the placebo-treated group and comparable to selective @DRUG$ re uptake inhibitors ( selective serotonin reuptake inhibitor ) .	The pooled mean-changed score of the @DRUG$ - treated group was greater than that of the placebo-treated group SSRIs comparable to selective @DRUG$ reuptake inhibitors ( ) and .	The pooled mean-changed score of the @DRUG$ - treated group was greater than that of the placebo-treated group and comparable to selective @DRUG$ inhibitors ( SSRIs )	The pooled mean-changed score of the @DRUG$ - treated group was greater than that of the placebo-treated group and comparable to selective @DRUG$ reuptake inhibitors ( SSRIs ) ."This means that the average score for people who took DRUGA was better than the	0
0	Three patients receiving chronic therapy with the oral anticoagulant acenocoumarol experienced bleeding and/or a prolonged prothrombin time after treatment with E7070 at a dose of 700 @DRUG$/m2 given @DRUG$ a 1-h infusion.	Three patients receiving chronic therapy with the oral examination anticoagulant acenocoumarol experienced bleeding and / or a prolonged prothrombin time after treatment with E7070 at a dose of 700 @DRUG$ / m2 given @DRUG$ a 1 - total heat extract .	Three patients receiving chronic infusion with the oral anticoagulant experienced acenocoumarol bleeding and / or a prolonged 1 time after treatment with E7070 at a dose of 700 @DRUG$ / m2 given @DRUG$ a prothrombin - h therapy .	Three patients chronic therapy with the anticoagulant acenocoumarol experienced bleeding and / prolonged prothrombin time treatment with E7070 at a dose of 700 @DRUG$ / m2 given @DRUG$ a 1 - h infusion .	If you are taking the oral anticoagulant acenocoumarol and you also receive a dose of E7070, you may experience bleeding and / or a prolonged prothrombin time.	1
1	Fifteen healthy subjects received a once daily dose of 5 mg, 10 @DRUG$ or 20 mg of epinastine, or a twice daily dose of 60 mg of @DRUG$ or placebo in a randomized double-blind (double-dummy) crossover study.	Fifteen levelheaded subjects received a once daily dose of 5 mg , 10 @DRUG$ or 20 mg of epinastine , or a double daily dose of sixty mg of @DRUG$ or placebo in a randomized double - blind ( double- dummy ) crossover examine .	daily healthy subjects received a once daily Fifteen of in mg , 10 @DRUG$ or 20 mg of dummy , or a twice dose dose of 60 mg of @DRUG$ or placebo 5 a randomized double - blind ( double- epinastine ) crossover study .	Fifteen healthy subjects received a dose of 5 mg 10 @DRUG$ or 20 mg of epinastine , or a twice daily dose of 60 mg of @DRUG$ or placebo in a randomized double - blind double- dummy ) crossover study .	Fifteen healthy subjects received a once daily dose of 5 mg of @DRUG$, 10 mg of epinastine, or 20 mg of epinastine, or a twice daily dose of 60 mg of @DRUG$ or placebo in a randomized, double-blind (double-dummy	0
0	Exploring the Inhibitory Mechanism of Approved Selective @DRUG$ Reuptake Inhibitors and @DRUG$ Enantiomers by Molecular Dynamics Study.	Exploring the Inhibitory Mechanism of Approved selective @DRUG$ Reuptake Inhibitors and @DRUG$ Enantiomers by Molecular Dynamics Study .	Approved the Inhibitory Mechanism of Exploring Selective @DRUG$ Reuptake Inhibitors and @DRUG$ Enantiomers by Molecular Dynamics Study .	Exploring Inhibitory Mechanism of Approved Selective @DRUG$ Reuptake Inhibitors and @DRUG$ Enantiomers by Molecular Dynamics Study .	The study explored how the approved selective @DRUG$ reuptake inhibitors and @DRUG$ enantiomers interact with each other by using molecular dynamics simulations.	0
0	This article reviews the pharmacology, mechanism of action, and pharmacokinetic properties of nelarabine, as well @DRUG$ @DRUG$'s clinical efficacy in T-ALL, T-LBL, and other hematologic malignancies.	This article reviews the pharmacology , mechanics of action , and pharmacokinetic prop of nelarabine , as intimately @DRUG$ @DRUG$ 's clinical efficacy in T-ALL , T-LBL , and other hematologic malignancies .	This article reviews the pharmacology , mechanism pharmacokinetic action , and of properties of nelarabine , as well @DRUG$ @DRUG$ 's clinical efficacy in T-ALL , , T-LBL and other hematologic malignancies .	This article reviews pharmacology , mechanism action , and pharmacokinetic properties of nelarabine , as well @DRUG$ @DRUG$ 's clinical efficacy T-ALL , T-LBL , and other hematologic malignancies	Nelarabine is a drug that is used to treat certain types of cancer. It works by killing cancer cells. It is also known as @DRUG$. @DRUG$ is another drug that is used to treat cancer. It also kills cancer cells. DRUGA and DRUGB	0
0	This single-centre, open, placebo-controlled, intra-individual, comparative study, analysed the efficacy of a sunscreen of very high protection level against UVB and UVA, containing methylene bis-benzotriazolyl tetramethylbutylphenol (Tinosorb @DRUG$), bis-ethylhexyloxyphenol methoxyphenyl triazine (Tinosorb S) and butyl methoxydibenzoylmethane @DRUG$ UVA absorbing filters, in the prevention of PLE under standardized photodiagnostic conditions.	This single-centre , open , placebo-controlled , intra-individual , comparative study , analysed the efficacy of a sunscreen of very mellow security level against UVB and UVA , hold back methylene bis-benzotriazolyl tetramethylbutylphenol ( Tinosorb @DRUG$ ) , bis-ethylhexyloxyphenol methoxyphenyl triazine ( Tinosorb randomness ) and butyl methoxydibenzoylmethane @DRUG$ UVA absorbing filters , in the bar of PLE under standardized photodiagnostic weather .	This single-centre level a , placebo-controlled , intra-individual , comparative study , analysed the efficacy of open bis-benzotriazolyl of very ) protection , against UVB and UVA , high methylene sunscreen tetramethylbutylphenol ( Tinosorb @DRUG$ containing , bis-ethylhexyloxyphenol methoxyphenyl triazine ( Tinosorb S ) and the methoxydibenzoylmethane @DRUG$ UVA absorbing filters , in butyl prevention of PLE under standardized photodiagnostic conditions .	This single-centre , open , placebo-controlled , intra-individual , comparative study , analysed the efficacy of a sunscreen of very high protection level against UVB and UVA , methylene bis-benzotriazolyl tetramethylbutylphenol Tinosorb @DRUG$ ) , bis-ethylhexyloxyphenol methoxyphenyl triazine ( Tinosorb S ) and butyl methoxydibenzoylmethane @DRUG$ UVA filters , in the prevention of PLE under standardized photodiagnostic .	This study found that a sunscreen containing methylene bis-benzotriazolyl tetramethylbutylphenol ( Tinosorb @DRUG$ ), bis-ethylhexyloxyphenol methoxyphenyl triazine ( Tinosorb S ), and butyl methox	1
0	No impairment of actual driving was observed when zaleplon 10 @DRUG$ was administered either at bedtime or in the middle of the night as little @DRUG$ 4 h before waking.	nobelium impairment of actual labor was observed when zaleplon 10 @DRUG$ was administered either at bedtime or in the middle of the night as little @DRUG$ 4 henry before waking .	No impairment of actual driving either observed when zaleplon 10 @DRUG$ was administered was at bedtime or in little middle of the night the as @DRUG$ 4 h before waking .	No impairment of actual driving was observed when zaleplon 10 @DRUG$ was administered either bedtime or in the middle of the night as little @DRUG$ 4 before waking .	No impairment of actual driving was observed when zaleplon 10 @DRUG$ was administered either at bedtime or in the middle of the night as little @DRUG$ 4 h before waking .	0
0	An alternative is the use of sympathomimetics (that mimic the effects of noradrenaline, but are not identical to noradrenaline), in addition to other agents that target physiological mechanisms that contribute to blood pressure control.@DRUG$-threo-dihydroxyphenyslerine (@DRUG$) is a pro-drug which has a structure similar to noradrenaline, but with a carboxyl group.	An choice is the use of sympathomimetics ( that mimic the effects of noradrenaline , but are not identical to noradrenaline ) , in addition to other agents that target physiologic mechanisms that lend to pedigree pressure control . @DRUG$ - threo-dihydroxyphenyslerine ( @DRUG$ ) is a pro-drug which has a anatomical structure like to noradrenaline , but with a carboxyl group .	An that is the of of sympathomimetics ( alternative mimic the contribute use noradrenaline , but are not with to noradrenaline ) , in addition to other agents that target physiological mechanisms that effects to blood pressure control . @DRUG$ - similar ( @DRUG$ ) is a pro-drug which has a structure threo-dihydroxyphenyslerine to noradrenaline a but identical , carboxyl group .	An alternative is the use sympathomimetics ( that mimic effects of noradrenaline , but are not identical to ) , in addition to other that target mechanisms that contribute to blood pressure control . @DRUG$ threo-dihydroxyphenyslerine ( ) is a pro-drug which has a structure similar noradrenaline , but a carboxyl group	@DRUG$ is a pro-drug which has a structure similar to noradrenaline, but with a carboxyl group. @DRUG$ is a sympathomimetic which mimics the effects of noradrenaline, but is not identical to noradrenaline.	0
0	The 15 most frequently positive allergens were nickel sulfate (19.0%), Myroxilon pereirae (@DRUG$, 11.9%), fragrance mix I (11.5%), @DRUG$ (10.3%), neomycin (10.0%), bacitracin (9.2%), formaldehyde (9.0%), cobalt chloride (8.4%), methyldibromoglutaronitrile/phenoxyethanol (5.8%), p-phenylenediamine (5.0%), potassium dichromate (4.8%), carba mix (3.9%), thiuram mix (3.9%), diazolidinylurea (3.7%), and 2-bromo-2-nitropropane-1,3-diol (3.4%).	The 15 most oft positively charged allergen were atomic number  sulfate ( 19.0 % ) , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , scent mix iodin ( 11.5 % ) , @DRUG$ ( 10.3 % ) , fradicin ( 10.0 % ) , bacitracin ( 9.2 % ) , methanal ( 9.0 % ) , cobalt chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 % ) , atomic number  bichromate ( 4.8 % ) , carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , diazolidinylurea ( 3.7 % ) , and  - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	3.9 19.0 most frequently positive ( % 3.7 sulfate ( 15 % 5.8 , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , fragrance mix I ( 11.5 % ) , @DRUG$ ( 10.3 % ) , neomycin ( 10.0 % ) , dichromate allergens 9.2 , diazolidinylurea , formaldehyde ( 9.0 % ) , cobalt 4.8 ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( ) % ) , p-phenylenediamine ( 5.0 % ) , potassium bacitracin ( chloride % ) , carba 2 ( The % ) , thiuram mix ( 3.9 % ) , ) ( nickel % ) % and mix - bromo-2-nitropropane -1,3-diol ( 3.4 were ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 ) , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , fragrance mix I 11.5 % ) , @DRUG$ ( 10.3 % ) , neomycin ( 10.0 % ) bacitracin 9.2 ) , ( 9.0 % ) , cobalt chloride ( 8.4 % ) , methyldibromoglutaronitrile / phenoxyethanol ( 5.8 % ) , p-phenylenediamine ( 5.0 ) , potassium dichromate ( 4.8 % ) , carba mix ( 3.9 % ) , thiuram mix ( 3.9 % ) , diazolidinylurea 3.7 % ) , and 2 - bromo-2-nitropropane -1,3-diol ( 3.4 % ) .	The 15 most frequently positive allergens were nickel sulfate ( 19.0 % ) , Myroxilon pereirae ( @DRUG$ , 11.9 % ) , fragrance mix I ( 11.5 % ) , @DRUG$ ( 10.3 % ) , neomycin (	0
0	In Studies of anti-inflammatory activity, @DRUG$ has shown itself to be as active as piroxicam and much more active than phenylbutazone, isoxicam and suprofen, both in acute studies such as carrageenin oedema, nystatin oedema and ultraviolet erythema, and in longer-term tests such @DRUG$ that of the cotton pellet.	In Studies of anti-inflammatory activity , @DRUG$ has shown itself to be as active as feldene and much more active than phenylbutazone , isoxicam and suprofen , both in acute studies such as carrageenan oedema , nystan oedema and ultraviolet erythema , and in yearner - terminal figure tests such @DRUG$ that of the cotton pellet .	In activity of anti-inflammatory Studies , @DRUG$ has shown itself to be as active as piroxicam and much more active and phenylbutazone , isoxicam and suprofen , such in acute studies both as carrageenin oedema , nystatin oedema and ultraviolet erythema than pellet in longer - term tests such @DRUG$ that of the cotton , .	In Studies of anti-inflammatory activity , @DRUG$ has shown itself to be as active as much more active than phenylbutazone , isoxicam and , both in acute studies such as carrageenin oedema , nystatin oedema and ultraviolet erythema , and in longer - term tests such @DRUG$ that of the cotton pellet .	@DRUG$ is as active as piroxicam and much more active than phenylbutazone, isoxicam and suprofen in both acute and long-term studies.	1
1	Coadministration of cimetidine, @DRUG$, fluvoxamine or propoxyphene significantly impairs @DRUG$ clearance.	Coadministration of cimetidine , @DRUG$ , fluvoxamine or propoxyphene hydrochloride significantly impairs @DRUG$ clearance .	Coadministration of cimetidine fluvoxamine @DRUG$ , , or propoxyphene significantly impairs @DRUG$ clearance .	Coadministration of cimetidine , @DRUG$ , fluvoxamine or propoxyphene significantly impairs @DRUG$ clearance	If you take cimetidine, fluvoxamine, or propoxyphene along with @DRUG$, @DRUG$ will be cleared from your system more slowly.	0
0	Twelve neutral free @DRUG$, i.e. serine, threonine, glutamine, asparagine, alanine, proline, methionine, tyrosine, valine, leucine, isoleucine and phenylalanine, were surveyed for the presence of @DRUG$-enantiomers in plasma samples from patients with renal diseases and from normal subjects.	Twelve neutral resign @DRUG$ , i.e. serine , threonine , glutamine , asparagine , alanine , proline , methionine , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the presence of @DRUG$ - enantiomers in blood plasma sampling from patient with renal diseases and from rule subjects .	serine neutral free @DRUG$ , i.e. , of threonine , glutamine , asparagine , alanine , proline Twelve methionine , tyrosine , valine , leucine , isoleucine and phenylalanine , were surveyed for the presence samples @DRUG$ - enantiomers in plasma , from patients with renal diseases and from normal subjects .	Twelve neutral free @DRUG$ serine , threonine , glutamine asparagine , alanine , proline , methionine , tyrosine , valine leucine , isoleucine and phenylalanine , were surveyed for presence of @DRUG$ - enantiomers in plasma samples from patients with renal diseases and from normal subjects .	Twelve neutral free @DRUG$ were surveyed for the presence of @DRUG$ - enantiomers in plasma samples from patients with renal diseases and from normal subjects .	0
0	@DRUG$: in @DRUG$ deficiency anaemia in adults with chronic kidney disease.	@DRUG$ : in @DRUG$ deficiency anaemia in adults with continuing kidney disease .	@DRUG$ : in @DRUG$ disease anaemia in adults with chronic kidney deficiency .	@DRUG$ in @DRUG$ deficiency anaemia in adults with chronic kidney disease .	@DRUG$ is a deficiency anaemia in adults with chronic kidney disease.	1
0	In comparative trials in the management of hypertension, the combination of trandolapril 1 or 2 mg/d and verapamil ER 180 mg/d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg/d plus @DRUG$ 12.5 or 25 mg/d, captopril 50 mg/@DRUG$ plus HCTZ 25 mg/d, lisinopril 20 mg/d plus HCTZ 12.5 mg/d, and metoprolol 100 mg/d plus HCTZ 12.5 mg/d.	In comparative degree trials in the management of hypertension , the combination of trandolapril  or 2 mg /d and isoptin ER 180 mg /d was statistically undistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus @DRUG$ 12.5 or 25 mg /d , capoten 50 mg / @DRUG$ plus HCTZ 25 mg /d , prinival xx mg / d plus HCTZ 12.5 mg /d , and lopressor 100 mg / d plus HCTZ 12.5 mg/d .	In comparative trials in the HCTZ or hypertension , the combination of trandolapril 1 of 2 mg 50 and verapamil ER 180 mg d was statistically indistinguishable /d 12.5 superior to the combinations of mg 50 or 100 mg /d plus @DRUG$ 12.5 or 25 mg /d , captopril /d mg / @DRUG$ plus management or mg /d , lisinopril 20 mg / d plus HCTZ 12.5 atenolol from , and metoprolol 100 mg / /d plus HCTZ 25 mg/d .	In comparative trials in the management hypertension , the combination of trandolapril 1 or 2 mg /d and ER 180 mg /d was statistically indistinguishable or to the combinations of atenolol 50 or 100 mg /d plus @DRUG$ 12.5 or 25 mg /d , captopril 50 mg / @DRUG$ plus HCTZ mg /d , lisinopril 20 mg / d plus 12.5 mg /d , and metoprolol 100 mg / plus HCTZ 12.5 mg/d .	The combination of trandolapril 1 or 2 mg /d and verapamil ER 180 mg /d was statistically indistinguishable from or superior to the combinations of atenolol 50 or 100 mg /d plus @DRUG$ 12.5 or 25 mg /d , captopril	1
1	Plasma and urine concentrations of allopurinol, oxipurinol, hypoxanthine, @DRUG$, and uric acid were measured by h. p.l.c. RESULTS: Total clearance of @DRUG$ was not different in elderly (15.7+/-3.8 ml min-1 kg-1, mean+/-s.e. mean) and young subjects (15.7+/-2.1), whereas total clearance of oxipurinol was significantly reduced in the aged (0.24+/-0.03) compared with young controls (0.37+/-0.05) as was the distribution volume of oxipurinol (0.60+/-0.09 and 0.84+/-0.07 l kg-1, respectively).	Plasma and water concentrations of allopurinol , oxipurinol , hypoxanthine , @DRUG$ , and uric acid were measured by h. p.l.c. answer : Total clearance of @DRUG$ was not dissimilar in senior ( 15.7+/-3.8 ml min-1 kg - ace , mean +/-s.e. mean ) and young subjects ( 15.7 + /-2.1 ) , whereas tote up clearance of oxipurinol was importantly reduced in the ripened ( 0.24+/-0.03 ) equate with young controls ( 0.37+/-0.05 ) as was the distribution volume of oxipurinol ( 0.60+/-0.09 and 0.84+/-0.07 l kg - ace , respectively ) .	not and urine ( ( allopurinol , oxipurinol , hypoxanthine , @DRUG$ , and uric acid kg measured by h. p.l.c. RESULTS - Total clearance of @DRUG$ was Plasma different in elderly ( 15.7+/-3.8 ) min-1 were - 1 , mean +/-s.e. mean ml and young subjects of controls + /-2.1 ) , whereas 15.7 clearance of respectively was significantly reduced in the aged concentrations 0.24+/-0.03 ) compared with young total ( 0.37+/-0.05 ) as was the distribution volume of oxipurinol ( 0.60+/-0.09 and 0.84+/-0.07 l kg : 1 , oxipurinol ) .	Plasma and urine of allopurinol , oxipurinol , hypoxanthine , , and uric acid were measured h. p.l.c. RESULTS : Total clearance of @DRUG$ was not different in elderly ( 15.7+/-3.8 ml min-1 kg - mean +/-s.e. mean ) and young subjects ( 15.7 + /-2.1 ) , whereas total clearance of was significantly reduced in the aged ( 0.24+/-0.03 ) compared with young controls ( 0.37+/-0.05 ) as was the distribution of oxipurinol ( 0.60+/-0.09 and 0.84+/-0.07 l 1 , respectively ) .	The total clearance of @DRUG$ was not different in elderly ( 15.7+/-3.8 ml min-1 kg - 1 , mean +/-s.e. mean ) and young subjects ( 15.7 + /-2.1 ) , whereas total clearance of oxipurin	1
1	When used for the treatment of established DVT, @DRUG$ was more effective in preventing DVT recurrence than intravenous @DRUG$, both initially and during a 3-month follow-up period when patients received warfarin sodium.	When used for the treatment of demonstrate DVT , @DRUG$ was more effective in preventing DVT recurrence than intravenous @DRUG$ , both initially and during a iii - month follow - up catamenia when patients received warfarin sodium .	When up for the treatment during established DVT , @DRUG$ was more effective in preventing DVT recurrence than intravenous @DRUG$ , both period and of a 3 - month follow - used initially when patients received warfarin sodium .	When used the of established DVT , @DRUG$ was more effective in preventing DVT than intravenous @DRUG$ , both initially during a 3 - month follow - period when received warfarin sodium .	@DRUG$ is more effective than @DRUG$ in preventing DVT recurrence.	0
0	High intensity sweeteners are regulated @DRUG$ food additives and include @DRUG$, acesulfame-k, neotame, saccharin, sucralose, cyclamate and alitame.	High volume lure are regulated @DRUG$ food additives and include @DRUG$ , acesulfame-k , neotame , saccharin , sucralose , cyclamate and alitame .	High intensity sweeteners are regulated @DRUG$ food additives and include @DRUG$ , acesulfame-k neotame , , saccharin , sucralose , alitame and cyclamate .	intensity sweeteners are regulated @DRUG$ food additives and include @DRUG$ , neotame , saccharin , sucralose cyclamate and alitame .	@DRUG$ are high intensity sweeteners which include @DRUG$, acesulfame-k, neotame, saccharin, sucralose, cyclamate and alitame.	0
0	A HgiAI DNA polymorphism, identified following the observation of sequence variants, will be useful @DRUG$ a linkage marker in studies of mutant @DRUG$ genes.	A HgiAI DNA polymorphism , identified following the observation of sequence stochastic variable , will be useful @DRUG$ a gene linkage marker in studies of mutant @DRUG$ genes .	polymorphism HgiAI DNA a , identified following the observation of sequence variants , will be useful @DRUG$ A linkage marker in studies of mutant @DRUG$ genes .	A HgiAI DNA , identified following the observation of sequence variants , will be useful @DRUG$ a linkage marker studies of mutant @DRUG$ genes .	A DNA polymorphism that is identified following the observation of sequence variants will be useful as a linkage marker in studies of mutant genes.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, poloxamer 407, Labrafil M-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), @DRUG$-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, @DRUG$, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	A review of commercially available viva voce and injectable solution formulations reveals that the solubilizing excipients include water - soluble constituent solvents ( polyethylene ethylene glycol 300 , polyethylene ethylene glycol 400 , grain alcohol , propylene ethylene glycol , glycerol , N-methyl - ii - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor EL , Cremophor RH 40 , Cremophor RH  , d-alpha-tocopherol polyethylene ethylene glycol 1000 succinate , polysorbate 20 , polysorbate 80 , Solutol heat content fifteen , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , or 1750 ) , @DRUG$ - insoluble lipids ( castor crude , maize crude , cottonseed crude , olive crude , peanut crude , peppermint gum crude , carthamus tinctorius crude , sesame crude , soybean crude , hydrogenate veg oils , @DRUG$ , and medium- strand triglyceride of cocoanut crude and decoration germ crude ) , constituent liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- strand mono- and diglycerides ) , diverse cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenate soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that the ) excipients include water - soluble organic solvents ( , glycol 300 , polyethylene glycol 400 beeswax ethanol mono- propylene glycol , glycerin , N-methyl pyrrolidone 2 - - , soy , and dimethylsulfoxide ) , non-ionic cottonseed ( Cremophor EL , Cremophor oleic 40 , Cremophor mono- 60 , d-alpha-tocopherol , oil 1000 succinate , polysorbate 20 , polysorbate 80 polyethylene Solutol HS / , sorbitan monooleate , poloxamer 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol polyethylene Gellucire 44/14 , Softigen , , RH and and di-fatty acid esters of PEG 300 , 400 corn or 1750 ) , @DRUG$ - insoluble lipids ( castor oil , , glycol , surfactants oil , olive oil , peanut , , peppermint oil , safflower oil 767 RH oil , soybean oil , hydrogenated vegetable oils , @DRUG$ , and medium- chain triglycerides of coconut beta-cyclodextrin and palm seed oil ) , organic liquids 15 semi-solids ( , , d-alpha-tocopherol , hydroxypropyl- acid oil medium- chain , and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , sesame beta-cyclodextrin , distearoylphosphatidylglycerol sulfobutylether - oil ) , and phospholipids ( hydrogenated dimethylacetamide phosphatidylcholine , and , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol solubilizing .	A review commercially available oral and injectable solution formulations that the solubilizing excipients include water - soluble organic solvents ( glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , dimethylsulfoxide ) , non-ionic surfactants ( EL , Cremophor RH 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol 1000 succinate 20 , 80 Solutol HS 15 , sorbitan , 407 , Labrafil M-1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and acid esters of PEG 300 , 400 , 1750 ) , @DRUG$ - insoluble lipids castor oil , corn oil , cottonseed oil , olive oil , peanut oil , peppermint oil , safflower oil sesame oil , soybean oil , hydrogenated vegetable oils , @DRUG$ , and medium- chain triglycerides of coconut oil palm seed oil , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin and - beta-cyclodextrin ) , and phospholipids ( hydrogenated phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , ) .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
0	Several organic acids in yeast @DRUG$ broth yielded a lower pH than equimolar @DRUG$ and sodium borate but were less inhibitory.	Several organic acids in barm @DRUG$ broth yielded a lower pH than equimolar @DRUG$ and sodium borate but were less repressing .	a organic acids in yeast @DRUG$ broth yielded Several lower pH than were @DRUG$ and sodium borate but equimolar less inhibitory .	Several organic acids yeast @DRUG$ broth yielded a lower pH than @DRUG$ and sodium borate but less inhibitory .	The organic acids in yeast @DRUG$ broth yielded a lower pH than equimolar @DRUG$ and sodium borate, but were less inhibitory.	0
0	In pre-planned secondary analyses, a significant decrease in sweat chloride concentration occurred in the treatment groups between day 1 and day 56 (lumacaftor 400 mg once per day group -9.1 mmol/L, p<0.001; lumacaftor 600 @DRUG$ once per day group -8.9 mmol/L, p<0.001; lumacaftor 400 mg every 12 h group -10.3 mmol/L, @DRUG$=0.002).	In pre-planned secondary analyses , a important decrease in sudate chloride concentration occurred in the treatment mathematical group between day ace and day fifty six ( lumacaftor cd mg once per day group - 9.1 mmol / fifty , p<0.001 ; lumacaftor 600 @DRUG$ once per day group - 8.9 mmol / fifty , p<0.001 ; lumacaftor cd mg every 12 h group - 10.3 mmol / fifty , @DRUG$=0.002 ) .	In pre-planned secondary analyses , a significant decrease / sweat chloride concentration once in the treatment groups between day 1 and day 56 400 lumacaftor every mg occurred day per group - 9.1 mmol in L , p<0.001 ; lumacaftor 600 @DRUG$ once per day group - 8.9 mmol mmol L , p<0.001 ; lumacaftor ( mg 400 / h group - 10.3 12 / L , @DRUG$=0.002 ) .	In pre-planned secondary analyses , a in sweat chloride concentration occurred in the treatment groups between day 1 and day ( lumacaftor 400 mg once per day group - 9.1 mmol / L , p<0.001 ; lumacaftor 600 @DRUG$ day group - 8.9 / , p<0.001 ; lumacaftor 400 mg every 12 h group - 10.3 mmol / L , @DRUG$=0.002 ) .	There was a significant decrease in sweat chloride concentration in the groups treated with lumacaftor 400 mg once per day, lumacaftor 600 mg once per day, and lumacaftor 400 mg every 12 hours, compared to the group treated with placebo.	1
1	The non-@DRUG$ antagonist oral anticoagulants (NOACs), such as the thrombin inhibitor (dabigatran) and the direct factor Xa inhibitors (rivaroxaban, apixaban, and edoxaban), have been shown to be at least as efficacious and safe as conventional oral anticoagulants, such as the vitamin K antagonists (VKAs) (e.g., @DRUG$), for stroke prevention in patients with nonvalvular atrial fibrillation (NVAF).	The non-@DRUG$ resister oral anticoagulants ( NOACs ) , such as the thrombin inhibitor ( dabigatran ) and the direct constituent Xa inhibitors ( rivaroxaban , apixaban , and edoxaban ) , have been shown to be at least as efficacious and condom as conventional oral anticoagulants , such as the vitamin K resister ( VKAs ) ( for instance , @DRUG$ ) , for fortuity bar in patients with nonvalvular atrial fibrillation ( NVAF ) .	The non-@DRUG$ ( oral anticoagulants ( NOACs ) , patients @DRUG$ been thrombin inhibitor ( dabigatran ) the and direct factor Xa inhibitors ( rivaroxaban , as , and edoxaban ) , have the shown , be at least as efficacious and safe as conventional oral anticoagulants to such apixaban the vitamin K antagonists ( VKAs ) ( e.g. , as ) , for stroke prevention in such with nonvalvular atrial fibrillation antagonist NVAF ) .	The non-@DRUG$ antagonist oral ( NOACs , such as the thrombin inhibitor ( dabigatran ) and the direct factor Xa inhibitors rivaroxaban , apixaban , and ) , have shown to be at least as efficacious and safe as conventional oral anticoagulants , such as the vitamin K antagonists ( VKAs ) ( @DRUG$ ) , for prevention in patients with nonvalvular atrial fibrillation ( NVAF ) .	The non-@DRUG$ antagonist oral anticoagulants ( NOACs ) are just as effective and safe as the traditional oral anticoagulants ( VKAs ) for stroke prevention in patients with nonvalvular atrial fibrillation ( NVAF ) .	1
0	MIC(50) and MIC(90) values (mg/L) for the 201 Gram-positive organisms were as follows: AZD2563, 1.0/4.0; linezolid, 1.0/4.0; quinupristin/@DRUG$, 0.5/1.0; amoxicillin, 0.25/1.0; @DRUG$, 0.25/8.0; metronidazole, 0.5/>16.0; vancomycin, 0.5/2.0; teicoplanin, 0.125/0.25; and meropenem, 0.06/1.0.	MIC (  ) and MIC ( xc ) value ( atomic number  /L ) for the 201 gram positive organisms were as follows : AZD2563 , 1.0/4.0 ; linezolid , 1.0/4.0 ; quinupristin / @DRUG$ , 0.5/1.0 ; amoxicillin , 0.25/1.0 ; @DRUG$ , 0.25/8.0 ; flagyl , 0.5/>16.0 ; vancomycin , 0.5/2.0 ; teicoplanin , 0.125/0.25 ; and meropenem , 0.06/1.0 .	, ( 50 as and MIC ( 90 ) values ; mg /L ) for the 201 Gram-positive organisms were ) follows : AZD2563 linezolid 1.0/4.0 ; , , 1.0/4.0 ( quinupristin / @DRUG$ , 0.5/1.0 ; amoxicillin , metronidazole ; @DRUG$ , 0.25/8.0 ; 0.25/1.0 , 0.5/>16.0 ; vancomycin , 0.5/2.0 ; teicoplanin MIC 0.125/0.25 0.06/1.0 and meropenem , ; .	MIC ( 50 ) and MIC 90 ) values ( mg /L ) for the 201 Gram-positive organisms were as follows : AZD2563 , 1.0/4.0 ; linezolid 1.0/4.0 ; quinupristin / @DRUG$ , 0.5/1.0 ; amoxicillin , 0.25/1.0 ; @DRUG$ , 0.25/8.0 ; metronidazole 0.5/>16.0 ; vancomycin , ; teicoplanin , 0.125/0.25 ; and meropenem , 0.06/1.0 .	MIC ( 50 ) and MIC ( 90 ) values ( mg /L ) for the 201 Gram-positive organisms were as follows : AZD2563 , 1.0/4.0 ; linezolid , 1.0/4.0 ; quinupristin / @DRUG$	1
0	CONCLUSION: Oral @DRUG$ supplementation with 20 IU/kg/day and 100 IU/kg/day of vitamin E capsule and with 50 IU/kg/day of CWS/@DRUG$ vitamin E were able to normalize vitamin E status in a few cholestatic children who had serum direct bilirubin levels less them 4 mg/dl.	CONCLUSION : Oral @DRUG$ supplementation with 20 IU / kg / day and 100 IU / kg / day of vitamin E abridgment and with fifty IU / kg / day of CWS / @DRUG$ vitamin E were able to normalize vitamin E status in a few cholestatic nestling who had serum unmediated hematoidin levels le them 4 mg / dl .	CONCLUSION : kg @DRUG$ supplementation with 20 IU / Oral / day and 100 IU / kg / day of vitamin few capsule and with 50 IU a were / day of CWS / @DRUG$ vitamin E kg able to normalize vitamin E status in serum E cholestatic children who had / direct bilirubin levels 4 them less mg / dl .	CONCLUSION : Oral @DRUG$ supplementation with 20 IU / kg / day and 100 IU / kg / day vitamin E capsule and with 50 IU / / day of CWS / @DRUG$ vitamin E were able to normalize vitamin E status in a cholestatic children who had serum direct bilirubin levels them mg / dl	Oral @DRUG$ supplementation with 20 IU / kg / day and 100 IU / kg / day of vitamin E capsule and with 50 IU / kg / day of CWS / @DRUG$ vitamin E were able to normalize vitamin E status in a few cholestatic children who had serum	0
1	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab, lanadelumab, roledumab, tralokinumab, risankizumab, SA237, emapalumab, suptavumab, erenumab, eptinezumab, fremanezumab, fasinumab, @DRUG$, lampalizumab, brolucizumab).	Of these , little phoebe mAbs are for cancer ( durvalumab , JNJ - 56022473 , ublituximab , anetumab ravtansine , @DRUG$ ) and xv mAbs are for non-cancer indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , erenumab , eptinezumab , fremanezumab , fasinumab , @DRUG$ , lampalizumab , brolucizumab ) .	Of these and 5 mAbs are for cancer ( durvalumab , 56022473 erenumab , , ublituximab , for ravtansine , @DRUG$ ) , 15 mAbs are anetumab non-cancer indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , suptavumab , - , eptinezumab , fremanezumab , fasinumab JNJ @DRUG$ , lampalizumab , brolucizumab ) .	Of these , 5 mAbs are for cancer ( durvalumab , JNJ - 56022473 ublituximab , anetumab ravtansine , @DRUG$ ) and 15 mAbs are for indications ( caplacizumab , lanadelumab , roledumab , tralokinumab , risankizumab , SA237 , emapalumab , , erenumab , eptinezumab , fremanezumab , fasinumab , @DRUG$ , lampalizumab , brolucizumab ) .	Of these, 5 mAbs are for cancer (durvalumab, JNJ-56022473, ublituximab, anetumab ravtansine, @DRUG$) and 15 mAbs are for non-cancer indications (caplacizumab	1
0	The outcome of phase T3 enabled the authors to estimate the possible favourable effects persisting after termination of @DRUG$-@DRUG$ therapy.	The outcome of phase T3 enable the authors to estimate the possible favourable outcome persisting after termination of @DRUG$ - @DRUG$ therapy .	The outcome of phase T3 enabled the favourable to estimate the possible persisting effects authors after termination of @DRUG$ - @DRUG$ therapy .	The outcome of phase T3 enabled the authors to estimate the possible favourable effects persisting termination of @DRUG$ - @DRUG$ therapy .	The authors were able to estimate the possible favourable effects persisting after termination of @DRUG$ - @DRUG$ therapy based on the outcome of phase T3.	0
0	The plasma concentrations of (@DRUG$)-@DRUG$ in humans are about 1.5-fold higher than those of the (S)-enantiomer.	The plasma concentrations of ( @DRUG$ ) - @DRUG$ in humans are about 1.5 - fold in high spirits than those of the ( randomness ) - enantiomer .	The plasma concentrations of enantiomer @DRUG$ ) - @DRUG$ in humans are about than - fold higher 1.5 those of the ( S ) - ( .	The plasma concentrations of ( @DRUG$ ) - @DRUG$ in humans are about fold higher those of the ) - enantiomer .	The plasma concentrations of ( @DRUG$ ) - @DRUG$ in humans are about 1.5 - fold higher than those of the ( S ) - enantiomer .	0
0	Further, the effect of the penetration enhancer isopropyl myristate (IPM) on the structure of a well-known SC lipid model membrane containing synthetically derived methyl-branched ceramide [EOS], ceramide [@DRUG$], behenic acid and @DRUG$ (23/10/33/33wt%) was investigated.	promote , the event of the penetration foil isopropyl myristate ( IPM ) on the body structure of a well - known SC lipid model membrane bear synthetically derived methyl - branched ceramide [ EOS ] , ceramide [ @DRUG$ ] , behenic acid and @DRUG$ ( 23/10/33/33wt % ) was investigated .	Further , the [ of enhancer penetration the % myristate ( methyl ) on the structure of a well - known SC lipid model membrane containing synthetically derived IPM - branched ceramide [ EOS ] , ceramide isopropyl @DRUG$ ] , behenic acid and @DRUG$ ( 23/10/33/33wt effect ) was investigated .	Further the effect of the penetration enhancer isopropyl myristate ( IPM ) on the structure of a - known SC model containing synthetically derived methyl - branched ceramide EOS ] , ceramide [ @DRUG$ ] , behenic acid and @DRUG$ ( 23/10/33/33wt % ) was investigated .	The effect of the penetration enhancer isopropyl myristate ( IPM ) on the structure of a well - known SC lipid model membrane containing synthetically derived methyl - branched ceramide [ EOS ] , ceramide [ @DRUG$ ] , behenic acid and DRU	1
0	Results (mean +/- SD) include sternal recumbency achieved in 14.1 +/- 8.1 min after i.m. dosing, standing and ambulation occurred in 1.7 +/- 0.6 min after reversal, heart rate was 62.0 +/- 10.1 beats/min, respiratory rate was 14.7 +/- 5.6 breaths/min, and percentage of @DRUG$ saturation of @DRUG$ (Spo2) was 89.2 +/- 3.0%.	Results ( stand for +/- SD ) admit sternal recumbency reach in 14.1 +/- 8.1 min after i.m. dosing , place upright and ambulation occurred in 1.7 +/- 0.6 min after reversal , heart rate was 62.0 +/- 10.1 crush / min , respiratory rate was 14.7 +/- 5.6 intimation / min , and percentage of @DRUG$ saturation of @DRUG$ ( Spo2 ) was 89.2 +/- 3.0 % .	Results was mean +/- SD ) include sternal recumbency ( in 14.1 +/- 8.1 min after i.m. dosing , standing and ambulation after +/- 1.7 +/- 0.6 min in 5.6 , heart rate was 62.0 +/- 10.1 beats / min , respiratory rate was 14.7 +/- reversal breaths / min , and percentage of @DRUG$ saturation of @DRUG$ ( Spo2 ) achieved 89.2 occurred 3.0 % .	( mean +/- SD ) sternal recumbency achieved in 14.1 +/- min after i.m. dosing standing and ambulation occurred in 1.7 +/- 0.6 min after , heart rate was +/- 10.1 beats / min , respiratory rate was 14.7 5.6 breaths / min , and percentage of @DRUG$ saturation @DRUG$ ( Spo2 was 89.2 +/- 3.0 % .	The average time it took for the dog to lie down after receiving the injection was 14.1 minutes. The average time it took for the dog to stand and walk was 1.7 minutes. The average heart rate was 62 beats per minute. The average respiratory rate was 14.7 breaths per minute	1
0	A total of 204,170 aspirin users and 408,339 non-aspirin users were included, with the mean age 67.5 years, 7.7 years average duration of aspirin prescription and 80 @DRUG$ @DRUG$ the median dose of aspirin.	A total of 204,170 aspirin users and 408,339 non-aspirin users were include , with the mean age 67.5 years , 7.7 years average length of aspirin prescription and 80 @DRUG$ @DRUG$ the average dose of aspirin .	A total of 204,170 aspirin users and 408,339 non-aspirin duration were included , with the mean age prescription years , 7.7 years dose users of aspirin 67.5 and 80 @DRUG$ @DRUG$ the median average of aspirin .	A total of 204,170 users and 408,339 non-aspirin users were included , with mean age 67.5 years , 7.7 years duration of aspirin prescription 80 @DRUG$ @DRUG$ the dose of aspirin .	A total of 204,170 aspirin users and 408,339 non-aspirin users were included in the study. The average age of the participants was 67.5 years, and they had been taking aspirin for an average of 7.7 years. The median dose of aspirin was 80.	1
0	In comparative trials in the management of hypertension, trandolapril 1 to 4 mg/d was statistically indistinguishable from or superior to captopril 100 mg/d, enalapril 10 or 20 mg/d, hydrochlorothiazide (HCTZ) 25 mg/d, nifedipine ER 30 or 40 mg/@DRUG$, nitrendipine 20 mg/d, perindopril 4 mg/d, and @DRUG$ ER 120 to 240 mg/d.	hoosier state comparative trials in the direction of hypertension , trandolapril 1 to 4 mg /d was statistically undistinguishable from or ranking to captopril 100 mg /d , enalapril x or 20 mg /d , hydrochlorothiazide ( HCTZ ) 25 mg /d , procardia ER 30 or 40 mg / @DRUG$ , nitrendipine 20 mg /d , perindopril 4 mg/d , and @DRUG$ ER 120 to 240 mg/d .	In comparative trials in 240 management of hypertension , HCTZ 1 to 4 mg /d trandolapril statistically indistinguishable from or superior to captopril 100 mg /d , enalapril 10 or 20 mg /d , hydrochlorothiazide and was ) 25 mg /d , nifedipine ER 30 or 40 mg / @DRUG$ , 20 nitrendipine mg /d , perindopril 4 mg/d , ( @DRUG$ ER 120 to the mg/d .	In comparative trials in the management of hypertension , trandolapril 1 to mg /d was statistically indistinguishable from or superior to captopril 100 mg /d , enalapril 10 or 20 mg /d , hydrochlorothiazide HCTZ ) 25 mg /d , nifedipine ER 30 or 40 mg / @DRUG$ , nitrendipine 20 mg /d , perindopril 4 mg/d , and @DRUG$ ER 120 to 240	@DRUG$ is statistically indistinguishable from or superior to @DRUG$ in the management of hypertension.	0
0	@DRUG$-@DRUG$, a partially lipophilic and protein-bound compound is related to several biochemical alterations in uremia.	@DRUG$ - @DRUG$ , a partially lipophilic and protein-bound compound is related to several biochemical alterations in azotemia .	@DRUG$ - @DRUG$ to a partially lipophilic and protein-bound compound is related , several biochemical alterations in uremia .	@DRUG$ - @DRUG$ , partially and protein-bound compound is to several biochemical alterations in uremia	@DRUG$ and @DRUG$ are related because DRUGA can cause several biochemical alterations in uremia.	0
0	METHODS: Thirteen healthy volunteers received single 3-mg oral doses of midazolam on three occasions: in the control condition, during co-treatment with low-dose ritonavir (three oral doses of 100 mg over 24 h), and during co-treatment with @DRUG$ (three oral doses of 80 @DRUG$ over 24 h).	METHODS : long dozen healthy volunteers received single 3 - mg oral doses of midazolam on triplet occasions : in the see to it condition , during co-treatment with low-dose norvir ( triplet oral doses of 100 mg over 24 h ) , and during co-treatment with @DRUG$ ( triplet oral doses of  @DRUG$ over 24 h ) .	METHODS : of healthy in received oral 3 - mg single doses of midazolam on three occasions : volunteers the control condition and during co-treatment with low-dose ritonavir ( three oral doses Thirteen 100 mg over 24 h ) , , during co-treatment oral @DRUG$ ( three with doses of 80 @DRUG$ over 24 h ) .	METHODS : Thirteen healthy volunteers received single 3 mg oral doses midazolam on three occasions : in the control condition during co-treatment with low-dose ritonavir ( three oral doses of 100 mg over h ) , and during co-treatment with @DRUG$ ( oral doses of 80 @DRUG$ over 24 h ) .	Thirteen healthy volunteers received single 3 - mg oral doses of midazolam on three occasions : in the control condition , during co-treatment with low-dose ritonavir ( three oral doses of 100 mg over 24 h ) , and during co-treatment with @DRUG$ ( three	1
0	A single dose of racemic @DRUG$ (30 mg of @DRUG$ salt, Toradol) was administered by bolus intramuscular injection to four young, healthy volunteers.	A single dose of racemic @DRUG$ ( 30 mg of @DRUG$ salt , Toradol ) was lot by bolus intramuscular injection to four untested , healthy volunteers .	A single dose of racemic @DRUG$ bolus 30 mg of @DRUG$ salt , Toradol ) was administered by volunteers intramuscular injection to four young , healthy ( .	A single dose racemic @DRUG$ ( 30 mg of @DRUG$ salt , Toradol ) was administered by bolus intramuscular injection to four young , healthy volunteers .	A single dose of racemic @DRUG$ ( 30 mg of @DRUG$ salt , Toradol ) was administered by bolus intramuscular injection to four young , healthy volunteers .	0
0	To do so, sperm cells and epididymal epithelial cells rely on common enzymatic ROS scavengers such @DRUG$ superoxide dismutase (SOD), @DRUG$ peroxidases (GPX) and catalase (CAT) as well as more specific types such as indoleamine dioxygenase (IDO).	To do so , sperm cell cubicle and epididymal epithelial cubicle rely on coarse enzymatic ROS scavengers such @DRUG$ superoxide dismutase ( SOD ) , @DRUG$ peroxidases ( GPX ) and catalase ( cat ) as well as more specific types such as indoleamine dioxygenase ( IDO ) .	To do so , , cells as epididymal epithelial cells rely on common enzymatic such scavengers such @DRUG$ superoxide dismutase ( SOD ) sperm @DRUG$ peroxidases ( GPX ) and catalase well CAT ) as ( as more specific types ROS and indoleamine dioxygenase ( IDO ) .	To do so , sperm and epididymal epithelial cells rely on common enzymatic ROS scavengers such @DRUG$ superoxide dismutase ( SOD ) , @DRUG$ peroxidases ( GPX ) and catalase ( CAT ) as well as more specific types such as indoleamine dioxygenase ( IDO ) .	Sperm cells and epididymal epithelial cells rely on common enzymatic ROS scavengers such as @DRUG$ superoxide dismutase ( SOD ) , @DRUG$ peroxidases ( GPX ) and catalase ( CAT ) as well as more specific types such	0
0	MATERIALS AND METHODS: From 1998 to 2001, 28 patients with hormone resistant prostate cancer were treated with @DRUG$ @DRUG$ second line hormonal therapy.	MATERIALS AND METHODS : From 1998 to 2001 , twenty eight patients with endocrine resistant prostate cancer were treated with @DRUG$ @DRUG$ second line hormonal therapy .	MATERIALS hormone METHODS : From 1998 to 2001 , 28 patients with AND resistant prostate cancer were treated with @DRUG$ @DRUG$ hormonal line second therapy .	MATERIALS AND METHODS : 1998 to 2001 , 28 patients with hormone resistant prostate were treated @DRUG$ @DRUG$ second line hormonal therapy .	From 1998 to 2001, 28 patients with hormone resistant prostate cancer were treated with @DRUG$ and @DRUG$.	0
0	@DRUG$ for many other agents, @DRUG$/dalfopristin is generally bacteriostatic against E. faecium.	@DRUG$ for many other agents , @DRUG$ / dalfopristin is broadly speaking bacteriostatic against E. faecium .	@DRUG$ for dalfopristin other agents , @DRUG$ / many is generally bacteriostatic against E. faecium .	@DRUG$ for many other agents , @DRUG$ / dalfopristin is generally bacteriostatic against E. faecium .	@DRUG$ is a drug that is used to treat many other agents, and @DRUG$ is a drug that is generally bacteriostatic against E. faecium.	0
0	The main goal of the present study was to investigate the absorption and disposition of @DRUG$ dihydrochloride, the R enantiomer of cetirizine dihydrochloride, following a single oral administration (5 @DRUG$) of the 14C-labelled compound in healthy volunteers.	The main goal of the present study was to investigate the absorption and disposition of @DRUG$ dihydrochloride , the universal gas constant enantiomorph of cetirizine dihydrochloride , following a single oral administration ( pentad @DRUG$ ) of the 14C - judge compound in healthy volunteers .	The investigate goal of the present study was to main the absorption and disposition of @DRUG$ dihydrochloride the , R enantiomer of cetirizine volunteers , following a single oral administration ( 5 @DRUG$ ) of in 14C - labelled compound the healthy dihydrochloride .	The main goal of the present study was to investigate the absorption and disposition of @DRUG$ dihydrochloride , the R enantiomer cetirizine dihydrochloride , following a single oral administration ( 5 @DRUG$ ) of the 14C - compound in healthy volunteers .	The study was conducted to see how well the body absorbs and eliminates @DRUG$, which is the active ingredient in the drug cetirizine, after a single dose of the drug.	1
0	Piperaquine-based ACT began as China-Vietnam 4 (CV4): @DRUG$ [DHA], trimethoprim, piperaquine @DRUG$ and primaquine phosphate), which was followed by CV8 (the same components as CV4 but in increased quantities), Artecom (in which primaquine was omitted) and Artekin or Duo-Cotecxin (DHA and piperaquine phosphate only).	Piperaquine - based act began as China-Vietnam quaternary ( CV4 ) : @DRUG$ [ DHA ] , trimethoprim , piperaquine @DRUG$ and primaquine inorganic phosphate ) , which was followed by CV8 ( the same components as CV4 but in increase quantity ) , Artecom ( in which primaquine was except ) and Artekin or Duo-Cotecxin ( DHA and piperaquine inorganic phosphate only ) .	Piperaquine - , ACT began as Duo-Cotecxin 4 ( CV4 ) : @DRUG$ [ DHA ( , trimethoprim , piperaquine @DRUG$ and primaquine phosphate ) based by was followed and which ( the same components as CV4 but in increased quantities ) , Artecom ( in which primaquine was omitted ) CV8 Artekin or China-Vietnam ] DHA and piperaquine phosphate only ) .	Piperaquine - based ACT began as China-Vietnam 4 ( CV4 @DRUG$ [ DHA ] , trimethoprim , piperaquine @DRUG$ primaquine phosphate ) , which was followed by CV8 ( the same components but in increased quantities ) , Artecom ( in which primaquine was omitted ) and Artekin or Duo-Cotecxin ( DHA and piperaquine phosphate only ) .	Piperaquine - based ACT began as China-Vietnam 4 ( CV4 ) : @DRUG$ [ DHA ] , trimethoprim , piperaquine @DRUG$ and primaquine phosphate ) , which was followed by CV8 ( the same components as CV4	0
0	It inhibits the renin-angiotensin system by preventing both the conversion of angiotensin I to @DRUG$ and the degradation of @DRUG$, thereby reducing the vasoconstriction and left ventricular remodelling characteristic of heart failure.	It inhibits the renin-angiotensin system by preventing both the conversion of angiotensin I to @DRUG$ and the degradation of @DRUG$ , thereby reducing the vasoconstriction and left wing ventricular remodelling characteristic of nub nonstarter .	It inhibits the renin-angiotensin system of preventing both reducing conversion by angiotensin I to @DRUG$ and and degradation of @DRUG$ , thereby the the vasoconstriction the left ventricular remodelling characteristic of heart failure .	It inhibits the system by preventing both the conversion of angiotensin I to @DRUG$ the degradation of @DRUG$ , thereby reducing the vasoconstriction and left ventricular remodelling characteristic of heart failure .	@DRUG$ inhibits the renin-angiotensin system by preventing both the conversion of angiotensin I to DRUGA and the degradation of @DRUG$. This reduces the vasoconstriction and left ventricular remodelling characteristic of heart failure.	0
0	After the initial biopsy, subjects ingested 20 g x d(-1) of creatine monohydrate, 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose, or 20 g x d(-1) of @DRUG$ monohydrate + 100 g x d(-1) of sucrose + 1000 @DRUG$ x d(-1) of alpha-lipoic acid for 5 days.	after the initial biopsy , subjects ingested  g x vitamin d ( - one ) of creatin monohydrate ,  g x vitamin d ( - one ) of creatin monohydrate + hundred g x vitamin d ( - one ) of saccharose , or  g x vitamin d ( - one ) of @DRUG$ monohydrate + hundred g x vitamin d ( - one ) of saccharose + m @DRUG$ x d( - one ) of alpha-lipoic acid for 5 days .	After the initial biopsy , subjects ingested x g x d ( - 1 ) of creatine monohydrate , 20 g x d ( ( of ) d creatine d + 20 g 20 of d - 1 ) of sucrose , sucrose 100 g x ( ( - 1 ) 1 @DRUG$ monohydrate + 100 g x monohydrate - - 1 ) of or + 1000 @DRUG$ x d( - 1 ) of alpha-lipoic acid for 5 days .	After the initial biopsy , subjects ingested 20 g x d ( 1 ) creatine monohydrate , 20 g x d ( 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of sucrose or 20 g x d ( - 1 ) of @DRUG$ monohydrate + 100 g x d ( - 1 ) of + 1000 @DRUG$ x d( - 1 ) of alpha-lipoic acid for 5 days .	Subjects who ingested @DRUG$ monohydrate + 100 g x d ( - 1 ) of sucrose + 1000 @DRUG$ x d( - 1 ) of alpha-lipoic acid for 5 days had a significantly greater increase in muscle creatine content than those who ingested creatine monohydrate + 100	0
0	Fourteen Glut proteins are expressed in the human and they include transporters for substrates other than glucose, including @DRUG$, myoinositol, and @DRUG$.	Fourteen overeat proteins are expressed in the human and they let in transporters for substrates other than glucose , including @DRUG$ , myoinositol , and @DRUG$ .	Fourteen Glut for are expressed in the human and they include transporters , substrates other than glucose proteins including @DRUG$ , myoinositol , and @DRUG$ .	Fourteen Glut proteins are expressed in the human and they include transporters for substrates other glucose , including @DRUG$ , myoinositol , and @DRUG$ .	There are fourteen Glut proteins in humans, and some of these proteins include transporters for substrates other than glucose. @DRUG$ is one of these proteins, and it transports myoinositol and @DRUG$.	0
0	@DRUG$ @DRUG$ was well tolerated; the most common adverse events were oral and digital paresthesias, nausea, and headache.	@DRUG$ @DRUG$ was well tolerated ; the most common adverse events were oral and digital paresthesia , nausea , and vexation .	@DRUG$ @DRUG$ well was tolerated ; the most common adverse events were oral and digital paresthesias headache nausea , and , .	@DRUG$ @DRUG$ well tolerated ; the most adverse events oral digital paresthesias , nausea , and headache .	@DRUG$ was well tolerated; the most common adverse events were oral and digital paresthesias, nausea, and headache.	1
0	Results: Perfusion with netarsudil-M1 significantly increased C when compared to baseline (51%, P < 0.01) and to paired controls (102%, P < 0.01), as well @DRUG$ significantly increased PEFL in both IW (P < 0.05) and ESVs (@DRUG$ < 0.01).	Results : Perfusion with netarsudil - M1 significantly increased C when liken to service line ( li % , phosphorus < 0.01 ) and to partner off controls ( 102 % , phosphorus < 0.01 ) , as well @DRUG$ significantly increased PEFL in both IW ( phosphorus < 0.05 ) and ESVs ( @DRUG$ < 0.01 ) .	significantly : Perfusion with , - M1 Results increased C when compared to baseline ( 51 % , P < 0.01 ) and 0.01 PEFL controls ( 102 % ( P < to ) , as well @DRUG$ significantly increased paired in both IW netarsudil P < 0.05 ) and ESVs ( @DRUG$ < 0.01 ) .	Results Perfusion with netarsudil - M1 significantly increased C when compared to baseline ( 51 % , P < 0.01 ) and to paired controls ( 102 % , P < 0.01 ) as well @DRUG$ significantly increased PEFL in both IW ( P < 0.05 ) and ESVs ( @DRUG$ < 0.01 ) .	@DRUG$ significantly increased PEFL in both IW ( P < 0.05 ) and ESVs ( @DRUG$ < 0.01 ) .	0
0	The next-generation cystic fibrosis transmembrane conductance regulator (CFTR) corrector VX-659, in triple combination with tezacaftor and @DRUG$ (VX-659-@DRUG$-ivacaftor), was developed to restore the function of Phe508del CFTR protein in patients with cystic fibrosis.	The next-generation cystic fibrosis transmembrane conductance regulator ( cftr ) corrector VX - 659 , in triad combination with tezacaftor and @DRUG$ ( VX -659 - @DRUG$ - ivacaftor ) , was developed to mend the function of Phe508del cftr protein in patient with cystic fibrosis .	The next-generation cystic fibrosis transmembrane conductance regulator ( CFTR corrector ) VX - 659 , in triple combination with tezacaftor and @DRUG$ ( VX protein restore @DRUG$ - ivacaftor ) , was developed to - the function of Phe508del CFTR -659 in patients with cystic fibrosis .	The next-generation cystic fibrosis transmembrane conductance regulator ( CFTR ) corrector VX - 659 , triple combination with tezacaftor and @DRUG$ ( VX -659 @DRUG$ - ivacaftor ) , was developed to restore the function of Phe508del CFTR protein in patients with cystic fibrosis .	The next-generation cystic fibrosis transmembrane conductance regulator ( CFTR ) corrector VX - 659 , in triple combination with tezacaftor and @DRUG$ ( VX -659 - @DRUG$ - ivacaftor ) , was developed to restore the	0
0	RESULTS: The maximum tolerated dose intensity was @DRUG$/5-FU 10.0/1.0 mg/m(2) twice daily for 16 days in combination with oxaliplatin 130 mg/@DRUG$(2) on the first day of a 21-day cycle.	RESULTS : The upper limit tolerated dose intensity was @DRUG$/5-FU 10.0/1.0 magnesium /m(  ) double daily for 16 days in combination with oxaliplatin 130 magnesium / @DRUG$ (  ) on the first day of a 21 - day cycle .	RESULTS : dose maximum tolerated The of was @DRUG$/5-FU mg mg /m( 2 ) twice daily for 16 days in combination 130 oxaliplatin with 10.0/1.0 / @DRUG$ ( 2 ) on the first day intensity a 21 - day cycle .	RESULTS : The maximum tolerated dose intensity was @DRUG$/5-FU 10.0/1.0 mg /m( 2 ) twice daily 16 days in with oxaliplatin 130 mg / ( 2 ) on first day of a - day cycle .	For every 1 mg of @DRUG$ given, 5 mg of @DRUG$ must also be given.	0
0	Subjects receiving 10 @DRUG$ of @DRUG$ tartrate had a Cmax of 1.95 ng/mL at 1.5 hours, and the mean peak inhibition (Imax) of AChE was 26% (range: 18-34%) at 1.75 hours (tImax) following dosing.	Subjects receiving 10 @DRUG$ of @DRUG$ tartrate had a Cmax of 1.95 ng / milliliter at 1.5 hours , and the mingy peak inhibition ( Imax ) of ache was 26 % ( range : 18-34 % ) at 1.75 hours ( tImax ) following dose .	Subjects receiving 1.5 @DRUG$ of @DRUG$ tartrate Cmax a had of 1.95 ng / mL at ) hours , and % mean peak inhibition ( Imax ) of AChE was 26 the ( range : 18-34 % ) at 1.75 hours ( tImax 10 following dosing .	Subjects receiving 10 @DRUG$ of @DRUG$ tartrate had a Cmax 1.95 ng / at 1.5 hours , and the mean peak inhibition ( Imax ) of AChE was 26 % ( range % ) at 1.75 hours tImax following dosing .	Subjects receiving 10 @DRUG$ of @DRUG$ tartrate had a Cmax of 1.95 ng / mL at 1.5 hours , and the mean peak inhibition ( Imax ) of AChE was 26 % ( range : 18-34 % ) at 1.75 hours (	0
0	In all patients, fasting serum @DRUG$, calcium, sodium, @DRUG$, cholesterol, triglyceride, parathyroid hormone (PTH) values, and morning second-spot urine calcium and creatinine levels were assessed before and 8 weeks after treatment with indapamide.	In all patients , fasting serum @DRUG$ , calcium , sodium , @DRUG$ , cholesterol , triglyceride , parathyroid endocrine ( PTH ) values , and dawn second -spot urine calcium and creatinine levels were assessed before and ogdoad week after treatment with indapamide .	In all patients ) fasting serum @DRUG$ , second , sodium , @DRUG$ , cholesterol , triglyceride , parathyroid hormone ( PTH , values , and morning calcium -spot urine calcium before creatinine levels were assessed and and 8 weeks after treatment with indapamide .	all patients , fasting serum @DRUG$ , calcium , sodium , @DRUG$ , cholesterol , triglyceride , parathyroid hormone ( PTH ) values , and morning second urine calcium and creatinine levels were assessed before and 8 weeks after treatment with indapamide .	In all patients, fasting serum @DRUG$, calcium, sodium, @DRUG$, cholesterol, triglyceride, parathyroid hormone (PTH) values, and morning second-spot urine calcium and creatinine levels were assessed before and 8 weeks after treatment with indapamide.	0
0	The oral administration of zaleplon (0.25-1.0 mg/kg), @DRUG$ (0.0625-0.25 mg/kg), zopiclone (1.0-4.0 mg/kg), brotizolam (0.0625-0.25 @DRUG$/kg), and nitrazepam (0.125-0.5 mg/kg) lengthened the total sleep in a dose-dependent manner.	The oral administration of zaleplon ( 0.25 - 1.0 milligram / kilogram ) , @DRUG$ ( 0.0625-0.25 milligram / kilogram ) , zopiclone ( 1.0- 4.0 milligram / kilogram ) , brotizolam ( 0.0625-0.25 @DRUG$ / kilogram ) , and nitrazepam ( 0.125-0.5 milligram / kilogram ) extended the add up sleep in a dose-dependent personal manner .	The oral administration of zaleplon ( 0.25 - 1.0 mg 0.125-0.5 ) kg , @DRUG$ ( 0.0625-0.25 mg / kg ) , zopiclone ( 1.0- 4.0 mg / mg sleep , brotizolam lengthened 0.0625-0.25 @DRUG$ / kg ) , and nitrazepam ( / kg / kg ) ( the total ) in a dose-dependent manner .	The oral administration of zaleplon ( 0.25 - 1.0 / kg , @DRUG$ ( 0.0625-0.25 mg / kg ) , ( 1.0- 4.0 mg / kg ) , brotizolam ( 0.0625-0.25 @DRUG$ / kg ) , and nitrazepam ( mg / kg ) lengthened the total sleep in a dose-dependent manner .	The more @DRUG$ is given, the longer the total sleep will be.	1
0	The arteriovenous flux of @DRUG$, @DRUG$, lactate, and oxygen across the hindlimb was calculated using the Fick principle.	The arteriovenous flux of @DRUG$ , @DRUG$ , lactate , and o across the hindlimb was calculated exploitation the Fick principle .	The arteriovenous flux of @DRUG$ , @DRUG$ using lactate , and oxygen across the , was calculated hindlimb the Fick principle .	The arteriovenous flux of @DRUG$ @DRUG$ , lactate , and oxygen across the hindlimb was calculated using the Fick principle .	The arteriovenous flux of @DRUG$ , @DRUG$ , lactate , and oxygen across the hindlimb was calculated using the Fick principle ."This means that the amount of DRUGA and DRUGB that flows through the hindlimb can be calculated by measuring	0
0	DATA SOURCES: A MEDLINE search was conducted for English-language human studies published between January 1980 and April 2012 using the terms l-LV, levoleucovorin, @DRUG$,l-LV, @DRUG$, folinic acid, folinate, 5-formyltetrahydrofolate, folic acid, folates, methotrexate, 5-fluorouracil, and clinical trials.	DATA SOURCES : angstrom medline search was behave for English - language human studies issue between January 1980 and April 2012 using the terms l-LV , levoleucovorin , @DRUG$ , l-LV , @DRUG$ , folinic zen , folinate , 5 - formyltetrahydrofolate , folic zen , folates , methotrexate , 5 - fluorouracil , and clinical trials .	SOURCES DATA : A MEDLINE search was published for English - language human studies folinate between January 1980 and April 2012 the using terms l-LV , levoleucovorin , @DRUG$ , l-LV , @DRUG$ , folinic acid , conducted , 5 - formyltetrahydrofolate , folic acid , folates , methotrexate , 5 - fluorouracil , and clinical trials .	SOURCES : A MEDLINE search was conducted for English - language human studies published between January 1980 and April 2012 the l-LV , levoleucovorin , @DRUG$ l-LV , @DRUG$ , folinic acid , folinate , 5 - formyltetrahydrofolate folic acid , folates , methotrexate , 5 - fluorouracil , and clinical trials .	L-LV (levoleucovorin) is a prodrug of folinic acid (FA) and 5-formyltetrahydrofolate (5-formyl-THF). FA and 5-formyl-THF are intermediates in the one-carbon	1
0	However, the best derivative, 6-amino-2-n-pentylthiobenzothiazole, showed as much @DRUG$ 25-fold higher inhibitory effectiveness on the transformation of the yeast-like form into the mycelial one than @DRUG$.	However , the best derived function , 6 - amino - 2- n- pentylthiobenzothiazole , register as much @DRUG$ 25 - fold higher inhibitory effectiveness on the transformation of the barm - the likes of form into the mycelial one than @DRUG$ .	However , the inhibitory - , 6 amino pentylthiobenzothiazole derivative 2- n- - , showed as much @DRUG$ 25 - fold higher best effectiveness on the transformation of the yeast - like form into the mycelial one than @DRUG$ .	However , the best , 6 - amino - 2- pentylthiobenzothiazole , showed as much @DRUG$ 25 - fold higher inhibitory effectiveness the transformation of the yeast - like form into the mycelial one than @DRUG$	@DRUG$ is 25 times more effective than @DRUG$ in inhibiting the transformation of the yeast-like form into the mycelial one.	0
1	The single-channel currents observed for physostigmine, @DRUG$ and their methyl derivatives were blocked by alpha-bungarotoxin, methyllycaconitine and mecamylamine, in contrast to previously reported studies on neuronal and adult muscle nicotinic @DRUG$ receptors.	The single- channel current observed for physostigmine , @DRUG$ and their methyl derivatives were blocked by alpha-bungarotoxin , methyllycaconitine and mecamylamine , in contrast to previously reported studies on neuronic and full grown muscle nicotinic @DRUG$ receptors .	The and channel currents observed for physostigmine , @DRUG$ and their methyl derivatives were blocked by alpha-bungarotoxin , methyllycaconitine single- in , mecamylamine contrast reported previously to studies on neuronal and adult muscle nicotinic @DRUG$ receptors .	The single- channel currents observed for physostigmine , @DRUG$ and their were blocked by , methyllycaconitine and mecamylamine , in contrast to previously reported studies on neuronal and adult muscle nicotinic @DRUG$ receptors	The single- channel currents observed for physostigmine and its methyl derivatives were blocked by alpha-bungarotoxin, methyllycaconitine and mecamylamine, in contrast to previously reported studies on neuronal and adult muscle nicotinic receptors.	1
0	A HPLC method with diode-array detection, at 265 nm, was developed and validated for the determination of ten sulfonamides (SAs): sulfadiazine (SDZ), sulfathiazine (STZ), sulfamethoxine (SMTH), sulfamethizole (SMZ), sulfamethoxypyridazine (SMPZ), sulfamonomethoxine (SMMX), @DRUG$ (SMXZ), sulfisoxazole (SIX), sulfadimethoxine (SDMX), and sulfaquinoxaline (SQX) in @DRUG$.	a HPLC method acting with diode-array detection , at 265 nm , was acquire and validate for the purpose of ten spot sulfonamides ( sas ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX ) , @DRUG$ ( SMXZ ) , sulfisoxazole ( SIX ) , sulfadimethoxine ( SDMX ) , and sulfaquinoxaline ( SQX ) in @DRUG$ .	A HPLC ten with of detection , at sulfathiazine nm , was developed and validated for , determination diode-array method sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , 265 ( SMPZ ) ) sulfamethoxine ( SMTH ) , sulfamethizole ( SMZ ) , sulfamethoxypyridazine ( STZ ) , sulfamonomethoxine ( SMMX ( , @DRUG$ ( SMXZ the , sulfisoxazole ( SIX ) , sulfadimethoxine ) SDMX ) , and sulfaquinoxaline ( SQX ) in @DRUG$ .	A HPLC with diode-array detection , at 265 nm , was developed for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) sulfathiazine ( STZ ) , sulfamethoxine ( SMTH ) sulfamethizole ( SMZ ) , sulfamethoxypyridazine ( SMPZ ) , sulfamonomethoxine ( SMMX , @DRUG$ ( SMXZ ) , sulfisoxazole ( ) sulfadimethoxine SDMX ) , and sulfaquinoxaline ( SQX ) in @DRUG$	A HPLC method with diode-array detection , at 265 nm , was developed and validated for the determination of ten sulfonamides ( SAs ) : sulfadiazine ( SDZ ) , sulfathiazine ( STZ ) , sulfamethoxine ( SMTH )	1
1	Transdermal @DRUG$ at doses < or =8 mg/24 h did not show noninferiority to @DRUG$ at doses < or =24 mg/day.	transcutaneous @DRUG$ at doses < or =8 mg / two dozen h did not show noninferiority to @DRUG$ at doses < or = two dozen mg / day .	Transdermal @DRUG$ =8 doses 24 or at mg / < h did not show noninferiority to @DRUG$ at doses < or = 24 mg / day .	Transdermal @DRUG$ at doses < or =8 mg h did not show noninferiority to @DRUG$ at doses < or 24 mg / day .	@DRUG$ is not inferior to @DRUG$ at doses less than or equal to 24 mg / day.	0
0	One hundred ten patients (44%) had normal serum FSH, LH and plasma testosterone, 85 patients (34%) had low serum FSH, @DRUG$ and low plasma @DRUG$.	One one hundred ten patient role ( 44 % ) had convention serum FSH , LH and plasma testosterone , 85 patient role ( 34 % ) had low serum FSH , @DRUG$ and low plasma @DRUG$ .	One hundred ten patients ( 85 % ) , normal serum FSH had LH plasma and testosterone , 44 patients ( 34 % ) had low serum FSH , @DRUG$ and low plasma @DRUG$ .	ten patients ( 44 % ) had normal serum FSH , LH and plasma testosterone , 85 ( 34 % ) low serum FSH , @DRUG$ and low plasma @DRUG$ .	44% of patients had normal serum FSH, LH, and plasma testosterone levels, while 34% of patients had low serum FSH, @DRUG$, and low plasma @DRUG$ levels.	0
1	@DRUG$ therapy for raised ICP may have a beneficial effect on mortality when compared to @DRUG$ treatment, but may have a detrimental effect on mortality when compared to hypertonic saline.	@DRUG$ therapy for raised ICP may have a good gist on mortality when compared to @DRUG$ treatment , but may have a damaging gist on mortality when compared to hypertonic saline .	@DRUG$ therapy for raised ICP may have on saline effect on mortality when compared to @DRUG$ treatment , but to have a detrimental effect a mortality when compared may hypertonic beneficial .	@DRUG$ therapy for raised ICP may have a beneficial effect on mortality when compared to @DRUG$ treatment but may have a on mortality when compared to hypertonic saline .	@DRUG$ therapy may be more beneficial than @DRUG$ treatment when it comes to reducing mortality rates, but it may be less beneficial than hypertonic saline.	0
1	Based on the findings from clinical trials and field data from free-ranging elk immobilizations, we recommend low-dose BAM (2 mL dose; equivalent to 46 mg butorphanol, 30 mg @DRUG$, and 18 mg medetomidine) and supplemental oxygen for adult elk; immobilization should be antagonized using 3-5 mg atipamezole/mg @DRUG$ and 2 mg/kg tolazoline, with tolazoline injected about 5-10 min before atipamezole to smooth out recovery.	Based on the findings from clinical trials and field datum from free-ranging elk immobilizations , we recommend low-dose BAM ( 2 ml dose ; equivalent to 46 mg butorphanol , 30 mg @DRUG$ , and eighteen mg medetomidine ) and supplementary oxygen for adult elk ; immobilisation should be antagonized using ternary - 5 mg atipamezole / mg @DRUG$ and 2 mg / kg tolazoline , with tolazoline injected about 5 - 10 hokkianese before atipamezole to smooth out retrieval .	trials immobilization the findings from clinical ( and field data from free-ranging elk immobilizations , we recommend low-dose BAM Based 2 on dose ; equivalent to 46 mg butorphanol , 30 mg @DRUG$ out and 18 mg medetomidine ) elk supplemental oxygen for adult and ; mL should be antagonized using 3 - 5 mg atipamezole min mg @DRUG$ and 2 mg / kg tolazoline , with before injected about 5 - 10 / tolazoline atipamezole to smooth , recovery .	Based on the findings from clinical trials and field data from free-ranging immobilizations , we recommend low-dose BAM 2 mL dose ; equivalent to 46 mg butorphanol , 30 mg @DRUG$ , and 18 mg medetomidine ) and supplemental oxygen for adult ; immobilization be antagonized using 3 - mg atipamezole / mg @DRUG$ and 2 mg / kg tolazoline , with tolazoline injected about 5 - 10 min before atipamezole to out recovery .	Low doses of BAM (2 mL dose; equivalent to 46 mg butorphanol, 30 mg @DRUG$, and 18 mg medetomidine) should be used when immobilizing adult elk, and supplemental oxygen should be given. The immobilization should be reversed using 3-5 mg	1
0	After eight weeks, 41 percent of the patients receiving placebo were symptom-free or had marked improvement, as compared with 57 percent, 59 percent, and 64 percent receiving @DRUG$ at a dose of 50, 100, or 200 @DRUG$ three times daily, respectively (P<0.05 for all comparisons between placebo and itopride).	later eighter weeks , 41 percent of the patients receiving placebo were symptom-free or had differentiate improvement , as compared with 57 percent , 59 percent , and  percent receiving @DRUG$ at a dose of 50 , hundred , or 200 @DRUG$ ternary times daily , respectively ( P< 0.05 for all comparisons between placebo and itopride ) .	After eight weeks , 41 at of the daily receiving placebo were symptom-free or had marked 50 , as compared with 57 percent , 59 percent , and 64 percent receiving @DRUG$ percent a dose of three , 100 , or 200 @DRUG$ patients times improvement , respectively ( P< 0.05 for all itopride between placebo and comparisons ) .	After eight weeks , percent of the patients receiving placebo were symptom-free or had marked improvement , as compared with 57 percent , 59 percent , and 64 percent receiving @DRUG$ at a dose of 50 , 100 , or 200 @DRUG$ three times daily , respectively ( P< 0.05 for all comparisons between placebo and itopride ) .	After eight weeks, the percentage of patients symptom-free or with marked improvement was higher for those receiving @DRUG$ at a dose of 50, 100, or 200 @DRUG$ three times daily, than for those receiving placebo.	0
0	In addition, a compound apparently identical to the sLOX-derived 7,17(S)-diH(@DRUG$)@DRUG$ was produced by another enzyme, potato tuber LOX, in the reactions of oxygenation of either 17(S)-HPDHA or 17(S)-HDHA.	In add on , a compound apparently superposable to the sLOX - derived 7,17 ( S ) - diH ( @DRUG$ ) @DRUG$ was bring on by another enzyme , potato genus tuber LOX , in the reactions of oxygenation of either xvii ( S ) - HPDHA or xvii ( S ) - HDHA .	In HDHA , a compound apparently identical sLOX the to ) derived 7,17 ( S ) - diH ( @DRUG$ - @DRUG$ was produced by another enzyme , potato tuber LOX S in ) reactions of oxygenation of either 17 ( S ) - HPDHA or 17 ( , the - addition .	In addition , a compound apparently identical to the sLOX - derived 7,17 ( S ) - diH ( @DRUG$ ) @DRUG$ was produced by another enzyme , potato tuber LOX , in the reactions of oxygenation of either - HPDHA or 17 ( S HDHA .	A compound apparently identical to the sLOX-derived 7,17(S)-diH(@DRUG$) was produced by another enzyme, potato tuber LOX, in the reactions of oxygenation of either 17(S)-HPDHA or 17(S)-HDHA.	1
0	Atazanavir, formerly known as BMS-232632, can be dosed either at 400 mg q.d. without a pharmacoenhancer as first-line HIV therapy or combined with @DRUG$ as atazanavir/ritonavir 300/100 mg q.@DRUG$. for therapy-experienced patients.	Atazanavir , formerly make love as BMS - 232632 , can be drug either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy or aggregate with @DRUG$ as atazanavir / ritonavir 300/100 mg q.@DRUG$ . for therapy - have patients .	Atazanavir , formerly known with first- - 232632 , can as dosed either at 400 mg q.d. without a pharmacoenhancer as BMS line HIV therapy or combined be @DRUG$ . atazanavir / ritonavir 300/100 mg q.@DRUG$ as for therapy - experienced patients .	Atazanavir , formerly known as BMS - , can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV or combined with @DRUG$ as atazanavir / ritonavir 300/100 mg q.@DRUG$ . for therapy - experienced patients .	Atazanavir can be dosed either at 400 mg q.d. without a pharmacoenhancer as first- line HIV therapy or combined with @DRUG$ as atazanavir / ritonavir 300/100 mg q.@DRUG$ for therapy - experienced patients	0
0	@DRUG$ is a @DRUG$-soluble vitamin associated with the other B vitamins.	@DRUG$ is a @DRUG$ - soluble vitamin associated with the other atomic number  vitamins .	@DRUG$ is a @DRUG$ - soluble vitamin associated with other the B vitamins .	@DRUG$ is a @DRUG$ - soluble vitamin associated with the other B vitamins .	@DRUG$ is a soluble vitamin that is associated with the other B vitamins .	1
0	@DRUG$ and @DRUG$ are two replication-competent, multimutant oncolytic herpes simplex viruses evaluated in the current studies for their anticancer effects in the treatment of gastric cancer.	@DRUG$ and @DRUG$ are two replication -competent , multimutant oncolytic herpes simplex viruses evaluated in the current learn for their antineoplastic effects in the treatment of gastric cancer .	@DRUG$ and @DRUG$ are effects replication -competent , multimutant oncolytic herpes simplex viruses evaluated in the studies current for their anticancer two in the treatment of gastric cancer .	@DRUG$ and @DRUG$ are two replication -competent , multimutant oncolytic simplex viruses in the current studies for their anticancer effects the treatment of gastric cancer .	These two viruses are very similar, but @DRUG$ has been modified to be even more effective against cancer cells. Both viruses can replicate and kill cancer cells, but DRUGA is a bit better at it.	1
0	The results strongly implicate SULT1A1 @DRUG$ the major enzyme responsible for hepatic @DRUG$ metabolism.	The results powerfully implicate SULT1A1 @DRUG$ the major enzyme responsible for hepatic @DRUG$ metabolism .	The results strongly implicate for @DRUG$ the major enzyme responsible SULT1A1 hepatic @DRUG$ metabolism .	The results strongly implicate @DRUG$ the major enzyme responsible for hepatic @DRUG$ metabolism .	The major enzyme responsible for hepatic @DRUG$ metabolism is SULT1A1 @DRUG$.	0
0	In addition to D-serine, ATB(0,+) transports D-alanine, D-@DRUG$, D-@DRUG$, and D-tryptophan.	In plus to D-serine , ATB ( 0 , + ) transport D-alanine , D- @DRUG$ , D- @DRUG$ , and D-tryptophan .	In addition to D-serine D-tryptophan , ( 0 , + ) transports D-alanine , D- @DRUG$ , D- @DRUG$ , and ATB .	In to D-serine , ATB ( 0 , + ) transports D-alanine , D- @DRUG$ , D- @DRUG$ , and D-tryptophan .	D-serine is necessary for the transport of D-alanine, D-@DRUG$, D-@DRUG$, and D-tryptophan.	0
0	After the initial biopsy, subjects ingested 20 g x d(-1) of creatine monohydrate, 20 g x d(-1) of creatine monohydrate + 100 g x d(-1) of sucrose, or 20 g x d(-1) of @DRUG$ monohydrate + 100 g x @DRUG$(-1) of sucrose + 1000 mg x d(-1) of alpha-lipoic acid for 5 days.	subsequently the initial biopsy , subjects ingested 20 g ecstasy vitamin d ( -  ) of creatin monohydrate , 20 g ecstasy vitamin d ( -  ) of creatin monohydrate + one hundred g ecstasy vitamin d ( -  ) of saccharose , or 20 g ecstasy vitamin d ( -  ) of @DRUG$ monohydrate + one hundred g ecstasy @DRUG$ ( -  ) of saccharose + 1000 atomic number  ecstasy vitamin d ( -  ) of alpha-lipoic acid for 5 days .	After the initial of , subjects ingested ) g x , ( - 1 - of creatine monohydrate d 20 g x biopsy ( 1000 1 ) of creatine monohydrate + ) g x d ( - 1 20 g sucrose , or 20 d x d ( - 1 100 of @DRUG$ monohydrate + 100 g x @DRUG$ ( - 1 ) of sucrose + ) mg x d ( - 1 ) of alpha-lipoic acid for 5 days .	After the initial biopsy , ingested 20 g x d ( - 1 ) of creatine monohydrate , 20 g x d ( 1 ) of creatine monohydrate + 100 g x d ( - 1 ) of , or g x d ( - 1 ) of @DRUG$ monohydrate + 100 g x @DRUG$ ( - 1 ) + 1000 mg x d ( - 1 ) of alpha-lipoic acid for 5 days .	Subjects who ingested @DRUG$ monohydrate + 100 g x @DRUG$ ( - 1 ) of sucrose + 1000 mg x d ( - 1 ) of alpha-lipoic acid for 5 days had a significantly greater increase in muscle creatine content than those who ingested creatine monohydrate + 100	0
0	Xylitol is taken up and accumulated as non-metabolizable, toxic @DRUG$ phosphate via a constitutive @DRUG$ PTS, and selects, during in vitro growth at the expense of glucose, for natural xylitol-resistant mutants that lack constitutive fructose PTS activity.	Xylitol is taken up and accumulated as non-metabolizable , toxic @DRUG$ phosphate via a constitutional @DRUG$ PTS , and select , during in vitro growth at the expense of glucose , for natural xylitol - insubordinate mutation that lack constitutional fructose PTS activity .	Xylitol is taken up the accumulated as non-metabolizable , toxic @DRUG$ phosphate via a constitutive @DRUG$ PTS , and selects , during in vitro growth expense and at of glucose , for resistant xylitol natural - mutants that lack constitutive fructose PTS activity .	Xylitol is taken up and accumulated as non-metabolizable , toxic @DRUG$ phosphate via a constitutive @DRUG$ PTS , and , during in vitro growth at the expense of glucose for natural xylitol - resistant mutants that lack constitutive fructose PTS activity	Xylitol is taken up and accumulated as non-metabolizable , toxic @DRUG$ phosphate via a constitutive @DRUG$ PTS , and selects , during in vitro growth at the expense of glucose , for natural xylitol - resistant mutants that lack constitutive fructose PTS activity .	0
0	The ampicillin prodrugs bacampicillin, @DRUG$, and talampicillin, the mecillinam prodrug pivmecillinam and the @DRUG$ prodrug sulbactam pivoxil all have a greatly improved oral availability compared to the parent drug.	The principen prodrugs bacampicillin , @DRUG$ , and talampicillin , the mecillinam prodrug pivmecillinam and the @DRUG$ prodrug sulbactam pivoxil all have a greatly meliorate oral availability equate to the parent drug .	The improved prodrugs bacampicillin , @DRUG$ the talampicillin and , the mecillinam prodrug pivmecillinam and the @DRUG$ prodrug sulbactam pivoxil all have a greatly ampicillin oral availability compared to , parent drug .	The ampicillin prodrugs bacampicillin , @DRUG$ , and talampicillin , the mecillinam prodrug pivmecillinam and the @DRUG$ prodrug sulbactam pivoxil have a greatly oral compared to the parent drug .	The prodrugs of ampicillin (bacampicillin, @DRUG$, and talampicillin) have a much better oral availability than the parent drug.	1
1	The xenobiotics reviewed in depth include buprenorphine, @DRUG$, kratom, loperamide, and methadone, with additional information provided on @DRUG$, akuamma seeds, kava, and gabapentin.	The xenobiotics go over in depth include buprenorphine , @DRUG$ , kratom , loperamide , and methadone , with extra information provided on @DRUG$ , akuamma seeds , kavakava , and gabapentin .	, , reviewed in depth include buprenorphine , @DRUG$ , kratom , loperamide , and methadone , kava additional information provided on @DRUG$ The akuamma seeds , with xenobiotics and gabapentin .	The xenobiotics reviewed in depth include buprenorphine , @DRUG$ , kratom , loperamide and , with additional information provided on @DRUG$ , akuamma seeds , kava , and gabapentin .	The xenobiotics reviewed in depth include buprenorphine and methadone, with additional information provided on @DRUG$, akuamma seeds, kava, and gabapentin.	1
0	These compounds fall into six categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine); nucleotide reverse transcriptase inhibitors (NtRTIs: tenofovir); non-nucleoside reverse transcriptase inhibitors (NNRTIs: nevirapine, delavirdine, efavirenz and etravirine); protease inhibitors (PIs: saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, @DRUG$, tipranavir and @DRUG$); cell entry inhibitors [fusion inhibitors (FIs: enfuvirtide) and co-receptor inhibitors (CRIs: maraviroc)]; and integrase inhibitors (INIs: raltegravir).	These combine fall into sixer categories : nucleoside reverse transcriptase inhibitor ( nucleoside reverse transcriptase inhibitor : zidovudine , didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ) ; base reverse transcriptase inhibitor ( NtRTIs : tenofovir ) ; non-nucleoside reverse transcriptase inhibitor ( NNRTIs : viramune , delavirdine , efavirenz and etravirine ) ; protease inhibitor ( shamus : saquinavir , norvir , indinavir , viracept , amprenavir , lopinavir , atazanavir , @DRUG$ , tipranavir and @DRUG$ ) ; cadre first appearance inhibitor [ fusion inhibitor ( FIs : enfuvirtide ) and co-receptor inhibitor ( CRIs : maraviroc ) ] ; and integrase inhibitor ( INIs : raltegravir ) .	These compounds fall into six categories : nucleoside reverse : inhibitors ( NRTIs : zidovudine ; , , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ) ] nucleotide reverse transcriptase inhibitors ( NtRTIs : CRIs ) ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs transcriptase nevirapine , delavirdine , raltegravir and etravirine ) ; protease inhibitors ( PIs : saquinavir , ritonavir , indinavir ) nelfinavir , amprenavir , lopinavir didanosine atazanavir , @DRUG$ , tipranavir ; @DRUG$ ) and cell entry inhibitors efavirenz fusion inhibitors ( FIs : enfuvirtide , and co-receptor inhibitors ( and : maraviroc ) tenofovir ; , integrase inhibitors ( INIs : [ ) .	compounds fall into categories : nucleoside transcriptase inhibitors ( NRTIs : didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ) ; nucleotide reverse transcriptase inhibitors ( NtRTIs : tenofovir ) ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs : nevirapine , delavirdine , efavirenz and etravirine protease inhibitors ( PIs : saquinavir , ritonavir , indinavir , nelfinavir , amprenavir , , atazanavir , @DRUG$ , tipranavir and @DRUG$ ) ; cell entry inhibitors [ fusion inhibitors ( FIs : enfuvirtide ) and co-receptor inhibitors ( : maraviroc ) ] ; and integrase inhibitors ( INIs : ) .	@DRUG$ is a type of protease inhibitor, while @DRUG$ is a type of integrase inhibitor.	0
1	METHODS: We investigated the interaction of [(3)H](+/-, RS)- (+, S)- and (-, R)-MDMA with the human SERT, @DRUG$ (DA) transporter (DAT), and @DRUG$ (NE) transporter (NET) in stably transfected human embryo kidney (HEK)-293 cells.	METHODS : We investigated the interaction of [ ( 3 ) H ] ( +/- , universal gas constant ) - ( + , S ) - and ( - , R ) -MDMA with the homo SERT , @DRUG$ ( DA ) transporter ( dat ) , and @DRUG$ ( ne ) transporter ( profits ) in stably transfected homo conceptus kidney ( HEK ) - 293 cells .	METHODS : +/- investigated the interaction ( [ ( DA ) H ] DAT We , RS ) - ( + , S ) - and ( - , R ) transfected with the human SERT , @DRUG$ ( 3 ) transporter ( of ) , and @DRUG$ ( NE ) transporter embryo NET ) in stably -MDMA human ( kidney ( HEK ) - 293 cells .	METHODS : We investigated interaction of [ ( 3 ) ] ( +/- , RS - ( + , S ) - and ( - , R ) -MDMA with the human SERT , @DRUG$ ( DA ) transporter ( DAT ) , and @DRUG$ ( NE ) transporter ( ) in stably transfected human embryo kidney ( HEK ) 293 cells .	We investigated the interaction of [ ( 3 ) H ] ( +/- , RS ) - ( + , S ) - and ( - , R ) -MDMA with the human SERT , @DRUG$ ( DA ) transporter ( DAT ) , and @DRUG$ ( NE ) transporter ( NET	0
0	To investigate the contribution of genetic polymorphisms of SLCO1B1 and ABCG2 to the pharmacokinetics of a dual substrate, @DRUG$, 2 @DRUG$ of pitavastatin was administered to 38 healthy volunteers and pharmacokinetic parameters were compared among the following groups: 421C/C(*)1b/(*)1b (group 1), 421C/C(*)1b/(*)15 (group 2), 421C/C(*)15/(*)15 and 421C/A(*)15/(*)15 (group 3), 421C/A(*)1b/(*)1b (group 4), 421A/A(*)1b/(*)1b (group 5), and 421C/A(*)1b/(*)15 (group 6).	To look into the donation of genetic polymorphism of SLCO1B1 and ABCG2 to the pharmacokinetics of a duple substrate , @DRUG$ , ii @DRUG$ of pitavastatin was administered to  respectable volunteers and pharmacokinetic parameter were equate among the following groups : 421C /C(*) 1b/(*) ace b ( group ace ) , 421C / C (*) 1b/(*) 15 ( group ii ) , 421C / C (*) 15 / (*) 15 and 421C / A ( * ) 15 / ( *) 15 ( group triplet ) , 421C / A ( * ) 1b/ (*) ace b ( group four ) , 421A / A ( * ) 1b / ( * ) ace b ( group 5 ) , and 421C / A ( * ) 1b/ (*) 15 ( group six ) .	To investigate the contribution of genetic polymorphisms of SLCO1B1 and ABCG2 to the pharmacokinetics of a dual substrate among @DRUG$ , 2 @DRUG$ 1 pitavastatin was administered 421C 38 healthy volunteers and pharmacokinetic parameters (*) compared , 1 following groups : 421C /C(*) 1b/(*) 1 b ( 421A 1 ) , 421C / C were 1b/(*) 15 ( group 2 ) , 421C / C group 15 / (*) 15 and ) / A ( * ) 15 / ( *) 15 ( group 3 ) 421C 421C / A ( * ) 1b/ (*) the b ( (*) 4 ) ( group / A ( * ) 1b / ( * ) of b ( group 5 ) , and to 15 A ( * ) 1b/ (*) / 6 group , , .	To investigate the contribution of genetic polymorphisms of SLCO1B1 and ABCG2 to the pharmacokinetics of a dual substrate , @DRUG$ , 2 @DRUG$ pitavastatin was administered to 38 healthy volunteers and pharmacokinetic parameters were compared the following groups : 421C /C(*) 1b/(*) 1 b ( group 1 ) , 421C / C (*) 1b/(*) 15 group 2 ) , / C (*) 15 / 15 and 421C / A ( ) 15 / ( 15 ( group 3 ) , 421C / ( * ) 1b/ (*) b ( 4 , 421A / A * ) 1b / * 1 b ( group 5 , and 421C / A * ) 1b/ (*) 15 ( group 6 ) .	Group 1 had two copies of the 421C allele of SLCO1B1 and one copy of the ABCG2 allele. Group 2 had two copies of the 421C allele of SLCO1B1 and two copies of the ABCG2 allele. Group 3 had one copy of	1
0	Several FLT3 inhibitors have been used in clinical trials, and these include @DRUG$, sorafenib, @DRUG$, crenolanib, and gilteritinib.	Several FLT3 inhibitor have been practice in clinical trials , and these include @DRUG$ , sorafenib , @DRUG$ , crenolanib , and gilteritinib .	in FLT3 inhibitors have been used Several clinical trials , and and include @DRUG$ , sorafenib , @DRUG$ , crenolanib , these gilteritinib .	Several FLT3 inhibitors have been used in trials , and these include @DRUG$ , sorafenib , @DRUG$ , crenolanib , gilteritinib .	Several FLT3 inhibitors have been used in clinical trials, and these include @DRUG$, sorafenib, @DRUG$, crenolanib, and gilteritinib.	0
0	Disposition of penicillin G after administration of benzathine penicillin G, or a combination of benzathine penicillin G and @DRUG$ @DRUG$ in cattle.	temperament of penicillin G after administration of benzathine penicillin G , or a combination of benzathine penicillin G and @DRUG$ @DRUG$ in bos taurus .	Disposition of penicillin , after administration of benzathine penicillin G G and a combination of benzathine penicillin G or @DRUG$ @DRUG$ in cattle .	Disposition of penicillin G after of benzathine penicillin , or a combination of benzathine penicillin G and @DRUG$ @DRUG$ in cattle .	The disposition of penicillin G after administration of benzathine penicillin G , or a combination of benzathine penicillin G and @DRUG$ @DRUG$ in cattle .	0
0	DATA SOURCES: Data were obtained via the MEDLINE database in an English-language search spanning the period 1965 to May 2002 and using the search terms bupropion, bupropion SR, and antidepressants, @DRUG$ well as from the manufacturer's @DRUG$ databases.	DATA rootage : Data were obtained via the medline database in an English - language search spanning the period 1965 to May 2002 and using the search terms bupropion , bupropion sr , and antidepressants , @DRUG$ well as from the manufacturing business 's @DRUG$ databases .	DATA SOURCES : Data were obtained via the MEDLINE from well an English - language to spanning the period 1965 search May 2002 and terms the search using bupropion , bupropion SR , and antidepressants , @DRUG$ in as database the manufacturer 's @DRUG$ databases .	DATA SOURCES : Data were obtained via MEDLINE database in an English - language search spanning the period 1965 to May 2002 and using the search terms bupropion , bupropion SR , and antidepressants , @DRUG$ well as from the manufacturer 's @DRUG$ databases .	The relationship between @DRUG$ and @DRUG$ is that DRUGA is an antidepressant, while DRUGB is a type of antidepressant.	0
0	Dogs (n = 10) and humans with psoriasis (n = 21) orally administered L-AMT and L /D-@DRUG$ at the same @DRUG$-enantiomer dose resulted in stereoselective absorption (absent D-enantiomer in plasma), bioequivalent L-enantiomer pharmacokinetics, and equivalent safety.	Dogs ( northward = x ) and humans with psoriasis ( northward = 21 ) orally allot L-AMT and L /D-@DRUG$ at the same @DRUG$ - enantiomer dose resulted in stereoselective absorption ( absent D-enantiomer in plasma ) , bioequivalent L-enantiomer pharmacokinetics , and equivalent weight safety .	absent ( n = 10 ) and humans with psoriasis and n = 21 ) L-AMT administered orally and bioequivalent /D-@DRUG$ at the same @DRUG$ - enantiomer dose resulted in stereoselective absorption ( Dogs D-enantiomer in plasma ) , L L-enantiomer pharmacokinetics , ( equivalent safety .	Dogs ( n = 10 ) and humans with psoriasis ( n = 21 ) orally L-AMT and /D-@DRUG$ at the same @DRUG$ - enantiomer resulted in stereoselective absorption ( absent D-enantiomer plasma ) bioequivalent L-enantiomer pharmacokinetics , and equivalent safety .	Dogs and humans with psoriasis orally administered L-AMT and L/D-@DRUG$ at the same @DRUG$-enantiomer dose resulted in stereoselective absorption (absent D-enantiomer in plasma), bioequivalent L-enantiomer pharmac	0
1	These include anti-amyloid antibodies, active immunisation, selective secretase inhibitors and modulators, microtubule stabilisers (e.g., paclitaxel), R-@DRUG$, xaliproden, ONO-2506, FK962 (somatostatin releaser), SGS 742 (GABA(B) antagonist), TCH 346 (apoptosis inhibitor), Alzhemedtrade mark, phophodiesterase inhibitors, @DRUG$, leuprolide, interferons, metal-protein attenuating compounds (e.g., PBT2), CX717, rasagaline, huperzine A, antioxidants and memantine.	These let in anti-amyloid antibodies , combat ready immunization , selective secretase inhibitor and modulators , microtubule stabilisers ( for instance , paclitaxel ) , R- @DRUG$ , xaliproden , ONO - 2506 , FK962 ( somatostatin releaser ) , SGS 742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade cross , phophodiesterase inhibitor , @DRUG$ , leuprolide , interferons , metal - protein attenuating heighten ( for instance , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidant and memantine .	ONO include anti-amyloid antibodies , active immunisation selective interferons secretase inhibitors and modulators , microtubule , ( e.g. , paclitaxel ) , R- @DRUG$ , xaliproden , These - antagonist , FK962 ( inhibitors releaser ) , SGS 742 ( GABA ( somatostatin ) 2506 ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark , phophodiesterase , , @DRUG$ , leuprolide , , , metal - protein attenuating compounds ( e.g. B PBT2 ) , CX717 , rasagaline , huperzine A stabilisers antioxidants and memantine .	These include anti-amyloid antibodies , immunisation , selective secretase inhibitors and modulators , microtubule stabilisers ( e.g. , paclitaxel ) , R- @DRUG$ , , - 2506 , FK962 somatostatin ) , SGS 742 ( GABA ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor , Alzhemedtrade mark , phophodiesterase inhibitors , @DRUG$ , leuprolide , metal - attenuating compounds ( e.g. , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidants and memantine .	@DRUG$ is a drug that is used to treat @DRUG$, which is a disease.	0
0	Nicotinamide @DRUG$ dinucleotide (@DRUG$(+)) is both a coenzyme for hydride-transfer enzymes and a substrate for NAD(+)-consuming enzymes, which include ADP-ribose transferases, poly(ADP-ribose) polymerases, cADP-ribose synthases and sirtuins.	Nicotinamide @DRUG$ dinucleotide ( @DRUG$ ( + ) ) is both a coenzyme for hydride - transfer enzyme and a substratum for NAD ( + ) - consume enzyme , which let in automatic data processing - ribose transferases , poly ( automatic data processing - ribose ) polymerases , cADP - ribose synthases and sirtuins .	Nicotinamide @DRUG$ dinucleotide ( @DRUG$ ( + ) synthases is both a coenzyme hydride for - transfer enzymes and a substrate for NAD ( + enzymes - consuming , , which include ADP - sirtuins transferases , poly ( ADP - ribose ) polymerases ) cADP - ribose ) and ribose .	Nicotinamide @DRUG$ dinucleotide ( @DRUG$ ( + ) ) is both a coenzyme for hydride - transfer enzymes and a for NAD ( ) - consuming enzymes , which include - ribose transferases , poly ( ADP - ribose ) polymerases cADP - ribose synthases and sirtuins .	Nicotinamide @DRUG$ dinucleotide ( @DRUG$ ( + ) ) is both a coenzyme for hydride - transfer enzymes and a substrate for NAD ( + ) - consuming enzymes . This means that DRUGA is necessary for the functioning of hydride - transfer enzymes	0
1	Pharmacokinetic interactions of oral @DRUG$ maleate 10 mg, with food (3566 kJ), single oral doses of prazosin 1 mg and @DRUG$ 25 mg, and with a 1 week pretreatment with phenobarbitone 100 mg daily were examined in a randomized crossover study in 12 healthy volunteers.	Pharmacokinetic interactions of oral exam @DRUG$ maleate 10 mg , with nutrient ( 3566 kJ ) , single oral exam doses of prazosin 1 mg and @DRUG$ 25 mg , and with a 1 week pretreatment with phenobarbitone one c mg day by day were examined in a randomized crossover study in 12 healthy unpaid worker .	Pharmacokinetic interactions of in @DRUG$ maleate 10 mg , with a ( 3566 in ) , single oral doses of prazosin 1 mg and @DRUG$ 25 mg , and with a crossover with pretreatment week phenobarbitone 100 mg daily were examined kJ food randomized 1 study oral 12 healthy volunteers .	Pharmacokinetic interactions of oral @DRUG$ maleate 10 mg , with food ( 3566 kJ ) , single oral doses of prazosin 1 mg and @DRUG$ 25 mg , and with a 1 week pretreatment with phenobarbitone 100 mg daily were examined in a randomized crossover study in healthy .	The pharmacokinetics of @DRUG$ were not affected by food, prazosin, or phenobarbitone pretreatment.	1
0	Then, the exposure of animals to @DRUG$ in comparison with @DRUG$ was significantly shorter.	Then , the exposure of animals to @DRUG$ in comparison with @DRUG$ was importantly shorter .	Then to the exposure of animals , @DRUG$ in comparison with @DRUG$ was significantly shorter .	Then , the exposure of animals @DRUG$ in comparison with @DRUG$ was significantly shorter .	The exposure of animals to @DRUG$ was significantly shorter than the exposure to @DRUG$.	0
0	Furthermore, the receptor specificity of many of these agents has been focused such that terfenadine, astemizole, @DRUG$ and @DRUG$ are devoid of anticholinergic activity and exhibit little alpha-antagonistic or anti-serotonin activity of clinical relevance.	moreover , the sense organ specificity of many of these agents has been focused such that terfenadine , astemizole , @DRUG$ and @DRUG$ are destitute of anticholinergic activity and exhibit little alpha-antagonistic or anti-serotonin activity of clinical relevance .	Furthermore , the receptor activity many of of these agents has been focused such that terfenadine , astemizole , @DRUG$ of @DRUG$ are devoid of anticholinergic activity and exhibit little alpha-antagonistic or anti-serotonin specificity and clinical relevance .	, the receptor specificity of many of these has been such that terfenadine , astemizole , @DRUG$ and @DRUG$ are of anticholinergic activity and exhibit little alpha-antagonistic or anti-serotonin activity of clinical relevance .	These agents are specific to the receptor, and they do not have anticholinergic or alpha-antagonistic activity.	1
0	Oral medications comprise centrally acting agents, such @DRUG$ baclofen, clonidine, and tizanidine, as well as anticonvulsants such as benzodiazepines and @DRUG$ and peripherally acting dantrolene.	oral medications be centrally act agents , such @DRUG$ baclofen , clonidine , and tizanidine , as well as anticonvulsants such as benzodiazepines and @DRUG$ and peripherally act dantrolene .	Oral medications clonidine centrally acting agents , such @DRUG$ baclofen , comprise , and tizanidine , as well as anticonvulsants dantrolene such benzodiazepines and @DRUG$ and peripherally acting as .	Oral medications comprise acting agents , such @DRUG$ baclofen , , and tizanidine , as well anticonvulsants such as benzodiazepines and @DRUG$ and peripherally acting dantrolene .	Oral medications that act centrally (in the brain) include @DRUG$ (baclofen, clonidine, and tizanidine), as well as anticonvulsants such as benzodiazepines and @DRUG$ (dantrolene).	0
0	Trifluoroacetic acid and ammonium @DRUG$ were used @DRUG$ mobile phase additives.	Trifluoroacetic acid and ammonium @DRUG$ were used @DRUG$ peregrine phase additives .	Trifluoroacetic acid phase ammonium @DRUG$ were used @DRUG$ mobile and additives .	Trifluoroacetic acid and ammonium @DRUG$ were used @DRUG$ mobile phase additives .	The two substances were used as mobile phase additives in order to improve the separation of the compounds being analyzed.	1
0	The rhein-evoked increase in Isc was reduced by serosal addition of 50 mumol/l bumetanide, 1 mumol/l @DRUG$, 1 mumol/l atropine and 10 mumol/@DRUG$ piroxicam but not 100 mumol/l hexamethonium, 1 mumol/l ICS 205 930 or 10 mumol/l cimetidine.	The rhein- raise gain in Isc was reduced by serosal addition of 50 mumol / l bumetanide , 1 mumol / l @DRUG$ , 1 mumol / l atropine and tenner mumol / @DRUG$ piroxicam but not one hundred mumol / l hexamethonium , 1 mumol / l ICS 205 930 or tenner mumol / l tagamet .	The rhein- evoked increase in Isc was reduced l 1 addition of , mumol / l bumetanide hexamethonium 1 mumol / l @DRUG$ , 1 mumol / by atropine and 10 mumol / @DRUG$ piroxicam but not 100 mumol / l 50 , serosal mumol / l ICS 205 930 or 10 mumol / l cimetidine .	The rhein- evoked increase in Isc was reduced by serosal addition of mumol / l bumetanide , 1 mumol / l @DRUG$ , 1 mumol / l atropine and 10 mumol @DRUG$ piroxicam but not 100 mumol / l hexamethonium , 1 mumol l ICS 930 or 10 mumol / l cimetidine .	The rhein- evoked increase in Isc was reduced by serosal addition of 50 mumol / l bumetanide , 1 mumol / l @DRUG$ , 1 mumol / l atropine and 10 mumol / l @DRUG$ piroxicam but	0
1	AIM: @DRUG$ is an ergot-derived psychoactive drug that acts as a ligand for @DRUG$ and dopamine receptors.	AIM : @DRUG$ is an ergot-derived psychotropic drug that acts as a ligand for @DRUG$ and dopamine receptors .	AIM : @DRUG$ is an ergot-derived psychoactive drug and acts as a ligand for @DRUG$ that dopamine receptors .	@DRUG$ is an psychoactive drug that acts a ligand for @DRUG$ and dopamine receptors .	@DRUG$ is a drug that binds to @DRUG$ and dopamine receptors.	0
0	Rings were incubated with N(omega)-nitro-l-arginine methyl ester (l-NAME) and then exposed to increasing concentrations of @DRUG$, @DRUG$, or the calcium ionophore to trigger contractions.	Rings were incubated with N(omega ) - nitro-l- arginine methyl ester ( litre - NAME ) and then exposed to increase concentrations of @DRUG$ , @DRUG$ , or the calcium ionophore to initiation contractions .	Rings contractions incubated with N(omega ) - nitro-l- arginine methyl ionophore ( l ) NAME - and then exposed to increasing concentrations of @DRUG$ , @DRUG$ , or the calcium ester to trigger were .	Rings were incubated with - nitro-l- arginine methyl ( l - ) and then exposed to increasing concentrations of @DRUG$ , @DRUG$ , or the calcium ionophore to trigger .	Rings were incubated with N(omega ) - nitro-l- arginine methyl ester ( l - NAME ) and then exposed to increasing concentrations of @DRUG$ or @DRUG$ to trigger contractions .	0
0	Notably, atosiban leads to persistent ERK1/2 activation and p21(WAF1/CIP1) induction, the @DRUG$ signaling events leading to @DRUG$-mediated cell growth inhibition via a G(i) pathway.	Notably , atosiban leads to haunting ERK1/ 2 activation and p21 ( WAF1 / CIP1 ) induction , the @DRUG$ signalize events leading to @DRUG$ - mediated cell growth inhibition via a G ( i ) footpath .	Notably , atosiban leads to persistent ERK1/ 2 activation and - p21 WAF1 / CIP1 ) induction pathway the @DRUG$ signaling events leading to @DRUG$ ( mediated cell growth inhibition via a G ( i ) , .	Notably , atosiban leads to persistent ERK1/ 2 activation and p21 ( WAF1 / CIP1 ) induction , the @DRUG$ signaling events leading to @DRUG$ - mediated cell growth inhibition via a G ( pathway .	@DRUG$ leads to the activation of the ERK1/2 pathway and the induction of the p21 (WAF1/CIP1) gene, which leads to the inhibition of @DRUG$-mediated cell growth.	0
0	The emergence of mupirocin resistance in S. aureus highlights the need for a new topical antibiotic with the ability to inhibit high-level @DRUG$-resistant strains and other emerging phenotypes, such as @DRUG$-resistant and community-acquired methicillin-resistant isolates.	The growth of mupirocin resistance in S. aureus highlights the need for a new topical antibiotic with the ability to bottle up high- floor @DRUG$ - resistant strains and other come forth phenotypes , such as @DRUG$ - resistant and community - acquired methicillin-resistant isolates .	a emergence of mupirocin resistance - S. aureus ability the need for The new topical antibiotic with the in to inhibit high- level @DRUG$ - resistant strains and other emerging phenotypes , such as @DRUG$ - resistant and community highlights acquired methicillin-resistant isolates .	The emergence mupirocin resistance in S. aureus highlights the need a topical antibiotic with to inhibit high- level @DRUG$ - resistant strains and other emerging phenotypes , such as @DRUG$ - resistant and community - acquired methicillin-resistant isolates .	The emergence of mupirocin resistance in S. aureus highlights the need for a new topical antibiotic with the ability to inhibit high- level @DRUG$ - resistant strains and other emerging phenotypes , such as @DRUG$ - resistant and community - acquired methicillin-resistant isolates	0
0	At the data-cutoff @DRUG$ for the primary analysis, the estimated rate of progression-free survival at month 20 was 65.2% (95% confidence interval [CI], 50.0 to 76.8) in the @DRUG$-Dotatate group and 10.8% (95% CI, 3.5 to 23.0) in the control group.	At the data-cutoff @DRUG$ for the primary depth psychology , the count on order of progression - free endurance at month 20 was 65.2 % (  % confidence interval [ CI ] , 50.0 to 76.8 ) in the @DRUG$ - Dotatate group and 10.8 % (  % CI , 3.5 to 23.0 ) in the control group .	, the data-cutoff @DRUG$ for the primary analysis , ] rate estimated free progression - of survival at month 20 was 65.2 % ( 95 % confidence interval [ 76.8 the At 50.0 to CI ) in the @DRUG$ - Dotatate group and 10.8 % ( 95 % CI , 3.5 to 23.0 ) in the control group .	At the data-cutoff @DRUG$ for the primary analysis , the estimated rate of progression - free survival at month 20 was 65.2 % ( 95 % confidence interval [ CI ] , 50.0 to 76.8 ) in the @DRUG$ - Dotatate group and % ( 95 % CI , 3.5 to ) in the control group .	@DRUG$ was associated with a significantly improved rate of progression - free survival at month 20 compared with control .	1
0	In this study, two sensitive high-performance liquid chromatography-tandem mass spectrometry (HPLC-MS/MS) methods were developed and fully validated for the determination of the original 4-(butylamino)benzoic acid (method B) and total 4-(butylamino)benzoic acid (containing the original 4-(butylamino)@DRUG$ and 4-(butylamino)benzoic acid converted from @DRUG$ after collection, method A).	In this study , two sensitive high- performance liquidity chromatography - bicycle built for two mass spectroscopic analysis ( HPLC - MS / MS ) method acting were developed and to the full validated for the determination of the original 4 -( butylamino ) benzoic acid ( method vitamin b ) and total 4 -( butylamino ) benzoic acid ( containing the original 4 -( butylamino ) @DRUG$ and 4 -( butylamino ) benzoic acid converted from @DRUG$ after ingathering , method A ) .	In this study , two sensitive ) performance liquid chromatography - tandem and spectrometry ( HPLC - MS / MS ) methods were developed mass fully the for the total of validated original 4 -( butylamino ) method acid ( benzoic B benzoic and the 4 -( butylamino ) ) acid ( containing determination original 4 -( butylamino ) @DRUG$ and 4 -( butylamino high- benzoic acid converted from @DRUG$ after collection , method A ) .	In this study , two sensitive high- performance liquid chromatography - tandem mass spectrometry ( HPLC - MS / MS ) methods were developed and fully validated for the determination of the original 4 -( butylamino ) benzoic acid ( method B ) and total 4 butylamino ) benzoic acid original 4 -( butylamino ) @DRUG$ and 4 -( butylamino ) benzoic acid converted from @DRUG$ after collection , method A ) .	The two methods were developed to determine the original 4 -( butylamino ) benzoic acid ( method B ) and total 4 -( butylamino ) benzoic acid ( containing the original 4 -( butylamino ) @DRUG$ and 4 -( buty	1
1	Double-blind comparative trials indicate that the efficacy of aceclofenac is at least equivalent to that of @DRUG$ and similar to that of indomethacin and diclofenac in patients with rheumatoid arthritis, similar to that of diclofenac and piroxicam in patients with osteoarthritis of the knee and similar to that of @DRUG$, indomethacin and naproxen in patients with ankylosing spondylitis.	Double- blind relative trials show that the efficacy of aceclofenac is at to the lowest degree equivalent to that of @DRUG$ and similar to that of indomethacin and diclofenac in patients with rheumy arthritis , similar to that of diclofenac and piroxicam in patients with osteoarthritis of the human knee and similar to that of @DRUG$ , indomethacin and naprosyn in patients with ankylosing spondylitis .	Double- blind in with indicate that comparative efficacy of aceclofenac is at least equivalent to that of @DRUG$ and and to that of indomethacin naproxen diclofenac the patients with rheumatoid arthritis , similar to that of piroxicam and diclofenac in patients with osteoarthritis of the knee similar similar to that of @DRUG$ , indomethacin and and in patients trials ankylosing spondylitis .	Double- blind comparative indicate that the efficacy of aceclofenac is at least equivalent to that of @DRUG$ and similar to that indomethacin and diclofenac in patients with rheumatoid arthritis , similar to that diclofenac and piroxicam in patients with osteoarthritis of the knee and similar that of @DRUG$ , indomethacin and naproxen in patients with .	Double- blind comparative trials indicate that the efficacy of aceclofenac is at least equivalent to that of @DRUG$ and similar to that of indomethacin and diclofenac in patients with rheumatoid arthritis, similar to that of diclofen	1
0	RESULTS--Between 2 and 12 hours after administration, plasma contained < 10 @DRUG$ of MPA or @DRUG$/ml (parent drug or metabolite equivalent), as intermittently detected by ELISA.	issue -- Between ii and 12 hours after administration , plasma contained < 10 @DRUG$ of MPA or @DRUG$ / ml ( parent do drugs or metabolite equivalent ) , as intermittently detected by ELISA .	RESULTS or Between 2 drug 12 or after administration , plasma contained < 10 @DRUG$ of MPA -- @DRUG$ / ml ( parent and hours metabolite equivalent ) , as intermittently detected by ELISA .	RESULTS -- Between 2 and 12 hours after administration , plasma contained < 10 @DRUG$ of MPA or @DRUG$ / ( parent drug or metabolite equivalent ) , as intermittently detected by ELISA .	Between 2 and 12 hours after administration, plasma contained < 10 @DRUG$ of MPA or @DRUG$/ml (parent drug or metabolite equivalent), as intermittently detected by ELISA.	0
0	Treatment of newborn rats by s.c. injections of 50 mg kg-1 NVA or CAP seemed to cause a larger depletion of substance @DRUG$ and @DRUG$ in the sciatic nerve and the spinal cord than treatment of adult rats.	Treatment of newborn rats by s.c. injections of 50 atomic number  kg - unity NVA or CAP seemed to cause a larger depletion of substance @DRUG$ and @DRUG$ in the sciatic steel and the spinal cord than treatment of grownup rats .	Treatment of newborn rats by 1 injections of 50 mg of - s.c. NVA sciatic CAP seemed to cause a larger cord of substance @DRUG$ and @DRUG$ in the or nerve and the spinal depletion than treatment kg adult rats .	Treatment of newborn rats by s.c. injections of 50 mg kg - 1 NVA or CAP seemed to cause a depletion of substance @DRUG$ and @DRUG$ in the sciatic nerve and cord than treatment of adult rats	The depletion of @DRUG$ and @DRUG$ was greater in newborn rats than in adult rats.	0
0	Talampanel (6 x 10 @DRUG$/kg i.p. given on the day of stroke) improved the motor coordination in rotarod (@DRUG$ < 0.01) and beam walking (p < 0.01) tests, reduced the number of stroke-induced rotations (p < 0.05), shortened the reflex time on the forelimb contralateral to brain ischemia and improved the survival rate comparing with vehicle treated control.	Talampanel ( captain hicks x 10 @DRUG$ / kg i.p. fall in on the day of stroke ) improved the motive coordination in rotarod ( @DRUG$ < 0.01 ) and air walking ( atomic number  < 0.01 ) tests , reduced the identification number of stroke-induced rotations ( atomic number  < 0.05 ) , shortened the reflex time on the forelimb contralateral to brain ischemia and improved the survival rate comparing with vehicle plow control .	Talampanel ( 6 kg 10 @DRUG$ / of i.p. given on the day of stroke ) improved the motor coordination walking rotarod ( @DRUG$ < 0.01 ) and beam in the p < 0.01 ) tests , reduced the number ( stroke-induced rotations ( p < and ) , shortened the reflex time on x forelimb contralateral to brain ischemia 0.05 improved the rate survival comparing with vehicle treated control .	Talampanel ( 6 x 10 @DRUG$ / kg i.p. given on the day of stroke ) improved the motor coordination in rotarod ( @DRUG$ < 0.01 ) and walking ( p < 0.01 ) , reduced the number of stroke-induced rotations ( p < 0.05 ) , the reflex time the forelimb contralateral to brain ischemia improved the survival rate comparing with vehicle treated control .	Talampanel ( 6 x 10 @DRUG$ / kg i.p. given on the day of stroke ) improved the motor coordination in rotarod ( @DRUG$ < 0.01 ) and beam walking ( p < 0.01 ) tests , reduced the number of stroke-induced	0
0	The acute ingestion of more than 150 @DRUG$/kg or 6.5 g of @DRUG$ equivalent, whichever is less, warrants referral to an emergency department.	The acute ingestion of more than 150 @DRUG$ / kg or 6.5 g of @DRUG$ combining weight , whichever is less , sanction referral to an emergency department .	The acute ingestion of more than warrants @DRUG$ / kg or 6.5 g of @DRUG$ equivalent to whichever is less , 150 referral , an emergency department .	The acute ingestion more than 150 @DRUG$ / kg 6.5 g of @DRUG$ equivalent , whichever is less , warrants to an emergency department .	If you take more than 150 @DRUG$ / kg or 6.5 g of @DRUG$ equivalent, you should go to the emergency room.	0
0	Addition of PGBA at 10(-5) and 10(-4) @DRUG$ in the lumen resulted in a hyperpolarization of @DRUG$ in parallel with increases in transepithelial resistance (RT) and fractional apical membrane resistance (fRA).	Addition of PGBA at 10 ( - fin ) and 10 ( - 4 ) @DRUG$ in the lumen resulted in a hyperpolarization of @DRUG$ in duplicate with increases in transepithelial resistivity ( RT ) and fractional apical tissue layer resistivity ( fRA ) .	Addition of PGBA at - of 10 5 ) and 10 ( - 4 ) @DRUG$ in in lumen resulted fractional a hyperpolarization ( @DRUG$ in parallel with increases the transepithelial resistance ( RT ) and in apical membrane resistance ( fRA ) .	Addition of PGBA at 10 ( - 5 and 10 ( 4 ) @DRUG$ in the lumen resulted in a hyperpolarization of @DRUG$ in parallel with increases in transepithelial resistance ( ) and fractional membrane resistance ( fRA ) .	Adding PGBA (a drug) at 10 ( - 5 ) and 10 ( - 4 ) concentrations in the lumen (the space inside the intestine) resulted in a hyperpolarization (a decrease in electrical activity) of @DRUG$ (another drug) in parallel with increases in transe	1
0	In recent years, a variety of lipophilic analogues of the amino acids 23 and 24 have been developed, and one of these compounds, tiagabine (49) containing (@DRUG$)-@DRUG$ (24) as the GABA transport carrier-recognizing structure element, is now marketed as an antiepileptic agent.	In recent eld , a variety of lipophilic analogues of the amino acids  and 24 have been developed , and one of these compounds , tiagabine ( 49 ) containing ( @DRUG$ ) - @DRUG$ ( 24 ) as the GABA transport carrier - realize structure element , is now market as an antiepileptic broker .	years recent In , a tiagabine of lipophilic analogues of the amino acids 23 and 24 transport been developed , and one of these compounds , variety ( 49 ) containing GABA @DRUG$ ) - @DRUG$ ( 24 ) as the ( have carrier now recognizing structure element , is - marketed as an antiepileptic agent .	In recent years , a variety of analogues of the amino acids 23 and 24 have been and one of these compounds , tiagabine ( 49 ) containing ( @DRUG$ ) - @DRUG$ ( 24 ) as the transport carrier recognizing structure element , is now marketed as an antiepileptic agent .	A variety of lipophilic analogues of the amino acids 23 and 24 have been developed in recent years. One of these compounds, tiagabine (49) containing (@DRUG$) - @DRUG$ (24) as the GABA transport carrier - recognizing structure element, is now marketed	0
0	Ocaperidone also antagonized serotonin agonist (tryptamine, mescaline or 5-hydroxytryptophan)-induced behavioral effects (0.011-0.064 mg/kg) and was, thereby, equipotent with risperidone (0.014-0.056 mg/kg) and at least @DRUG$ potent as ritanserin (0.037-0.13 @DRUG$/kg).	Ocaperidone too antagonized  hydroxytryptamine agonist ( tryptamine , mescaline or 5 - hydroxytryptophan ) - induced behavioural effects ( 0.011-0.064 magnesium / kilo ) and was , thereby , equipotent with risperidone ( 0.014-0.056 magnesium / kilo ) and at least @DRUG$ potent as ritanserin ( 0.037-0.13 @DRUG$ / kilo ) .	Ocaperidone also antagonized serotonin agonist ) tryptamine , kg or 5 - hydroxytryptophan ) - induced behavioral effects ( 0.011-0.064 mg / equipotent ) and was , thereby , mescaline kg with ( 0.014-0.056 mg / kg ) and at least @DRUG$ potent as ritanserin ( 0.037-0.13 @DRUG$ / risperidone ( .	Ocaperidone also serotonin agonist ( tryptamine , mescaline 5 - hydroxytryptophan ) - behavioral effects ( 0.011-0.064 mg / kg ) and was , thereby , equipotent risperidone ( 0.014-0.056 mg / kg ) and at least @DRUG$ potent as ritanserin ( 0.037-0.13 @DRUG$ / kg ) .	Ocaperidone also antagonized serotonin agonist ( tryptamine, mescaline or 5-hydroxytryptophan) - induced behavioral effects (0.011-0.064 mg/kg) and was, thereby, equipotent with risperidone (0	1
0	Inhibition of lornoxicam 5'-hydroxylation by CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5'-hydroxylation (Ki = 0.31 mu mol center dot @DRUG$-1 as well as lornoxicam clearance (@DRUG$ = 0.33 mu mol center dot l-1), partial metabolic clearance (fm) = 0.95).	forbiddance of lornoxicam 5 '- hydroxylation by CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5 ' - hydroxylation ( Ki = 0.31 mu gram molecule center transportation @DRUG$ - one as well as lornoxicam clearance ( @DRUG$ = 0.33 mu gram molecule center transportation l - one ) , partial derivative metabolic clearance ( fm ) = 0.95 ) .	mol of lornoxicam 5 '- hydroxylation by CYP2C9 substrates and sulphaphenazole - and l inhibited lornoxicam 5 ' - hydroxylation ( 1 = 0.31 mu mol center dot @DRUG$ - 1 as well as lornoxicam clearance ( @DRUG$ = 0.33 mu Inhibition center competitively completely dot Ki ) , partial metabolic clearance ( fm ) = 0.95 ) .	Inhibition of 5 '- hydroxylation CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5 ' - hydroxylation ( Ki = mu mol center dot @DRUG$ - 1 as lornoxicam clearance ( @DRUG$ = 0.33 mu mol center dot l - 1 ) , metabolic clearance fm ) = 0.95 ) .	Inhibition of lornoxicam 5 '- hydroxylation by CYP2C9 substrates and sulphaphenazole competitively and completely inhibited lornoxicam 5 ' - hydroxylation ( Ki = 0.31 mu mol center dot @DRUG$ - 1 as	1
0	@DRUG$ and @DRUG$ have shown clinical efficacy in phase I/II trials in patients who had acquired resistance to first- or second-generation TKIs.	@DRUG$ and @DRUG$ have shown clinical efficacy in phase iodin /II trials in patients who had acquired opposition to first- or second-generation TKIs .	@DRUG$ and @DRUG$ have shown clinical efficacy in phase I /II trials who second-generation in had acquired resistance to first- or patients TKIs .	@DRUG$ and @DRUG$ shown clinical efficacy in phase I /II trials in patients who had acquired resistance to or second-generation TKIs .	@DRUG$ and @DRUG$ are both effective in treating patients who have become resistant to other drugs.	0
0	Droxicam also showed antipyretic activity in the rat, greater than that of @DRUG$, dipyrone and 4-aminoantipyrine, in the brewer's @DRUG$ and Salmonella typhi tests.	Droxicam also evince febrifuge activity in the fink , greater than that of @DRUG$ , dipyrone and 4 - aminoantipyrine , in the brewer 's @DRUG$ and Salmonella typhi tests .	Droxicam also showed antipyretic activity and the rat , greater than that of @DRUG$ , dipyrone Salmonella 4 - aminoantipyrine , in in brewer 's @DRUG$ the and typhi tests .	Droxicam also showed antipyretic activity in the rat , greater that of @DRUG$ , dipyrone and 4 - aminoantipyrine , in the brewer 's @DRUG$ and Salmonella typhi tests .	Droxicam showed greater antipyretic activity than dipyrone and 4 - aminoantipyrine in the brewer's @DRUG$ and Salmonella typhi tests.	1
0	After a single dose of ceftolozane alone, the ranges of mean values for half-life (2.48 to 2.64 h), the total clearance (4.35 to 6.01 liters/h), and the volume of distribution at steady state (11.0 to 14.1 liters) were consistent across dose levels and similar to those observed when @DRUG$ was coadministered with @DRUG$.	After a unity dose of ceftolozane alone , the vagabond of mean value for half - life ( 2.48 to 2.64 h ) , the totality headway ( 4.35 to 6.01 liters / h ) , and the volume of distribution at steady state ( 11.0 to 14.1 liters ) were consistent across dose stage and similar to those observed when @DRUG$ was coadministered with @DRUG$ .	After a single h of ceftolozane mean , across ranges of / values for half - life ( 2.48 h 2.64 11.0 ) , the total clearance ( 4.35 to 6.01 liters alone dose ) , and the volume of distribution at steady state ( to to 14.1 liters ) were consistent the dose levels and similar to those observed when @DRUG$ was coadministered with @DRUG$ .	After a single dose of the mean values for half - life 2.48 2.64 h ) , total clearance ( 4.35 liters / h ) , and the volume of distribution at steady state ( 11.0 to liters ) consistent across dose levels and similar to those observed when @DRUG$ was coadministered with @DRUG$ .	After a single dose of ceftolozane alone, the ranges of mean values for half-life (2.48 to 2.64 h), the total clearance (4.35 to 6.01 liters/h), and the volume of distribution at steady state (11.0 to	1
0	@DRUG$ is not very susceptible to peroxidation and appears to function in the skin as a quencher of singlet @DRUG$, protecting human skin surface from lipid peroxidation due to exposure to UV and other sources of ionizing radiation.	@DRUG$ is not very susceptible to peroxidation and appears to function in the bark as a quencher of singlet @DRUG$ , protect human being bark surface from lipid peroxidation ascribable to exposure to UV and other sources of ionizing radiation .	@DRUG$ is and very susceptible to peroxidation and appears to function in the skin as a quencher of singlet @DRUG$ , protecting from not lipid human surface peroxidation due to exposure to UV skin other sources of ionizing radiation .	@DRUG$ is not very susceptible to peroxidation and appears to function in the skin as a quencher of singlet @DRUG$ , protecting human skin surface from lipid due to exposure to UV and sources of .	@DRUG$ helps to protect human skin from lipid peroxidation due to exposure to UV and other sources of ionizing radiation by quenching singlet @DRUG$ .	0
0	Analytical results for the sample were as follows: melting point 240 degrees C (decomposition); UV spectrum indicates absorption maxima at 286 and 295 nm and the absorption ratio A286/A295 1.04; IR spectrum is @DRUG$ @DRUG$ that of the USP Reference Standard; no impurity was found by TLC, but a trace of one was found by HPLC analysis; the purity is assumed to be 99.95% by HPLC analysis; loss on drying 0.1%; assay by HPLC against USP Reference Standard 100.2%.	analytical results for the sample were as follows : run point 240 degrees C ( decomposition ) ; ultraviolet radiation spectrum signal absorption maxima at 286 and 295 nm and the absorption ratio A286 / A295 1.04 ; IR spectrum is @DRUG$ @DRUG$ that of the USP Reference criterion ; no impurity was receive by tlc , but a suggestion of ace was receive by HPLC analysis ; the purity is assumed to be 99.95 % by HPLC analysis ; loss on drying 0.1 % ; assay by HPLC against USP Reference criterion 100.2 % .	spectrum results for the sample degrees as follows : analysis point 240 were C ( decomposition ) ; % Analytical indicates absorption maxima at 286 and 295 nm and the absorption ratio A286 / A295 1.04 ; IR USP is @DRUG$ @DRUG$ that of the spectrum Reference found impurity no ; was found by TLC , but a trace of one was Standard by HPLC analysis ; the be is assumed to purity 99.95 UV by % melting ; loss on drying 0.1 % ; assay by HPLC against USP Reference Standard 100.2 HPLC .	results for the were follows : melting degrees C ( decomposition ) ; UV indicates maxima at 286 and 295 nm the absorption A286 / A295 1.04 ; IR is @DRUG$ @DRUG$ that of the USP Reference Standard ; impurity was found TLC , but a trace of one was found by HPLC analysis ; purity to be 99.95 % by HPLC analysis ; loss on drying 0.1 % ; assay by HPLC against Standard 100.2 % .	@DRUG$ is very similar to @DRUG$, with only a very small trace of impurity found. The purity is assumed to be 99.95% by HPLC analysis.	0
0	Preliminary results from the phase III InTIME-II study showed that @DRUG$ was as effective @DRUG$ alteplase in decreasing 30-day mortality.	prelude results from the phase III InTIME - II study showed that @DRUG$ was as effective @DRUG$ alteplase in decreasing 30 - day deathrate .	II results from the that III InTIME - Preliminary study showed phase @DRUG$ was as effective @DRUG$ alteplase in decreasing 30 - day mortality .	Preliminary from the phase III InTIME - II study showed that @DRUG$ was effective @DRUG$ alteplase in 30 - day mortality	Preliminary results from the phase III InTIME - II study showed that @DRUG$ was as effective as @DRUG$ alteplase in decreasing 30 - day mortality .	0
0	@DRUG$ inhibited carrageenan-induced paw oedema (ID50 0.40-0.48 mg/kg), LPS-induced fever (ID50 1.1 @DRUG$/kg) and Randall-Selitto pain (10 mg/kg).	@DRUG$ inhibited carrageenan- induced mitt oedema ( ID50 0.40-0.48 mg / kg ) , lp - induced fever ( ID50 1.1 @DRUG$ / kg ) and Randall - Selitto pain ( x mg / kg ) .	@DRUG$ inhibited carrageenan- ID50 paw oedema ( induced pain Selitto / kg ) , LPS - induced fever ( ID50 1.1 @DRUG$ / kg ) and Randall - mg 0.40-0.48 ( 10 mg / kg ) .	@DRUG$ inhibited carrageenan- induced paw oedema ( ID50 0.40-0.48 / kg ) , LPS - induced fever ( ID50 1.1 @DRUG$ / kg ) and Randall - Selitto pain ( 10 mg / kg ) .	@DRUG$ inhibited carrageenan- induced paw oedema ( at a dose of 0.40-0.48 mg / kg ), LPS - induced fever ( at a dose of 1.1 @DRUG$ / kg ) and Randall - Selitto pain ( at a dose of	0
0	The susceptibility of these filamentous fungi to luliconazole was almost equal to that to LCZ, and surpassed TBF and BFZ, although to a lesser extent; yeastlike fungi were also susceptible to @DRUG$ (@DRUG$, 0.125-4 microg/ml).	The susceptibility of these filamentous fungi to luliconazole was well nigh match to that to LCZ , and surpassed TBF and BFZ , although to a less extent ; yeastlike fungi were besides susceptible to @DRUG$ ( @DRUG$ , 0.125 - 4 microg / ml ) .	The susceptibility BFZ these filamentous fungi ml luliconazole was - equal to that to LCZ , and also TBF and of , although to a lesser extent ; yeastlike fungi were surpassed susceptible to @DRUG$ ( @DRUG$ , 0.125 almost 4 microg / to ) .	The susceptibility of these filamentous fungi to was almost to that to LCZ , and surpassed TBF and BFZ , although to a lesser extent yeastlike fungi were also susceptible to @DRUG$ @DRUG$ , 0.125 - 4 microg / ml ) .	The susceptibility of these filamentous fungi to luliconazole was almost equal to that to LCZ , and surpassed TBF and BFZ , although to a lesser extent ; yeastlike fungi were also susceptible to @DRUG$ ( @DRUG$ , 0.125 - 4 microg / ml	0
0	The purpose of this article is to review the current knowledge on the enzyme catechol-O-methyltransferase (COMT) and the role of COMT inhibitors in PD as a new therapeutic approach to PD involving conversion of @DRUG$ to @DRUG$ at the target region in the brain and facilitation of the continuous action of this amine at the receptor sites.	The purpose of this article is to review the current knowledge on the enzyme catechol - O-methyltransferase ( COMT ) and the role of COMT inhibitors in PD as a new therapeutical approach to PD involving conversion of @DRUG$ to @DRUG$ at the place region in the wit and facilitation of the continuous natural process of this aminoalkane at the sense organ sites .	The knowledge of this article is to review the current purpose on the enzyme catechol - and ( COMT ) to of role of COMT inhibitors in PD as a new the approach to PD involving conversion of @DRUG$ and @DRUG$ at the target region in the brain O-methyltransferase facilitation therapeutic the continuous action of this amine at the receptor sites .	The purpose of this article is to the current knowledge on enzyme - O-methyltransferase COMT ) and the role of COMT inhibitors in PD as a new therapeutic approach to PD involving conversion of @DRUG$ to @DRUG$ at the target region in the brain and facilitation of the continuous action of this amine the receptor .	COMT inhibitors may help to increase the amount of @DRUG$ that reaches the target region in the brain, where it can then act on receptor sites to provide relief from the symptoms of PD.	1
0	In conclusion, pharmacokinetic parameters and safety of ceftazidime, @DRUG$, and metronidazole were similar after single and multiple doses with no observed drug-drug interaction between @DRUG$ and avibactam, or ceftazidime-avibactam and metronidazole.	hoosier state conclusion , pharmacokinetic parameters and guard of ceftazidime , @DRUG$ , and metronidazole were similar after single and multiple doses with no watch drug-drug interaction between @DRUG$ and avibactam , or ceftazidime -avibactam and metronidazole .	after conclusion ceftazidime pharmacokinetic parameters and safety of ceftazidime , @DRUG$ , and metronidazole and similar In single were multiple doses with no observed drug-drug interaction between @DRUG$ and avibactam , or , -avibactam and metronidazole .	In conclusion , pharmacokinetic parameters and safety of ceftazidime , @DRUG$ , and metronidazole were similar after single and multiple doses with no observed interaction between @DRUG$ and avibactam , or ceftazidime -avibactam and metronidazole .	There was no observed drug-drug interaction between @DRUG$ and avibactam, or ceftazidime-avibactam and metronidazole.	1
0	A summary follows of the Committee's evaluations of toxicological and residue data on a variety of veterinary drugs: five anthelminthic agents (eprinomectin, @DRUG$, fenbendazole, oxfendazole and moxidectin), seven antimicrobial agents (gentamicin, procaine benzylpenicillin, sarafloxacin, spectinomycin, chlortetracycline, oxytetracycline and tetracycline), three antiprotozoal agents (@DRUG$, imidocarb and nicarbazin), one glucocorticosteroid (dexamethasone), one production aid (recombinant bovine somatotropins) and one tranquilizing agent (azaperone).	A drumhead follows of the Committee 's evaluations of toxicological and residue data on a variety of veterinary drugs : quintuplet anthelminthic agents ( eprinomectin , @DRUG$ , fenbendazole , oxfendazole and moxidectin ) , seven antimicrobial agents ( gentamicin , ethocaine benzylpenicillin , sarafloxacin , spectinomycin , aureomycin , oxytetracycline and achromycin ) , three antiprotozoal agents ( @DRUG$ , imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone intensol ) , one production aid ( recombinant bovine somatotropins ) and one sedate broker ( azaperone ) .	A summary follows of the Committee , evaluations , toxicological and residue data on a variety of veterinary one : five ( agents ( eprinomectin , @DRUG$ , fenbendazole , spectinomycin and moxidectin ) , seven recombinant agents ( gentamicin , procaine ) 's , , oxfendazole of chlortetracycline , oxytetracycline and tetracycline ) , three antiprotozoal agents anthelminthic @DRUG$ sarafloxacin imidocarb and nicarbazin benzylpenicillin , one glucocorticosteroid ( dexamethasone ) , one production aid ( antimicrobial bovine somatotropins ) and drugs tranquilizing agent ( azaperone ) .	summary of the Committee 's evaluations of toxicological and residue a variety of veterinary drugs five anthelminthic agents ( eprinomectin , @DRUG$ , fenbendazole , oxfendazole and moxidectin ) seven antimicrobial agents ( gentamicin procaine benzylpenicillin , sarafloxacin , spectinomycin , chlortetracycline , oxytetracycline and ) three antiprotozoal agents ( @DRUG$ imidocarb and nicarbazin ) , one glucocorticosteroid ( dexamethasone ) , one aid ( recombinant bovine somatotropins ) and one tranquilizing ( azaperone ) .	The Committee evaluated the toxicological and residue data on a variety of veterinary drugs, including five anthelminthic agents (eprinomectin, @DRUG$, fenbendazole, oxfendazole, and moxidectin), seven antimicrobial agents (	1
0	@DRUG$ and its potential in the treatment and relapse prevention of Plasmodium vivax malaria: the evidence to @DRUG$.	@DRUG$ and its electric potential in the treatment and relapse prevention of plasmodium vivax malaria : the evidence to @DRUG$ .	@DRUG$ and its potential in the treatment and relapse vivax of Plasmodium prevention malaria : the evidence to @DRUG$ .	@DRUG$ and its potential in the treatment relapse prevention of Plasmodium vivax malaria : evidence to @DRUG$ .	@DRUG$ is a potential treatment and relapse prevention for Plasmodium vivax malaria, and the evidence supports this relationship.	1
0	The mean first-phase HIV-1 RNA decay slopes were -0.36, -0.63 and -0.64 for the tenofovir disoproxil fumarate group, the 40 mg of @DRUG$ group and the 120 @DRUG$ of tenofovir alafenamide group, respectively.	The mean showtime - phase hiv -1 RNA decay slopes were - 0.36 , -0.63 and - 0.64 for the tenofovir disoproxil fumarate group , the 40 mg of @DRUG$ group and the great hundred @DRUG$ of tenofovir alafenamide group , severally .	The mean first - phase HIV -1 RNA decay , were - 0.36 , -0.63 and - 0.64 for disoproxil tenofovir the fumarate , of the 40 mg of @DRUG$ group and the 120 @DRUG$ slopes tenofovir alafenamide group group respectively .	The first - phase HIV -1 RNA slopes were - 0.36 , and - 0.64 for tenofovir disoproxil fumarate group , the 40 mg @DRUG$ group and the 120 @DRUG$ of tenofovir alafenamide group , respectively .	The mean first - phase HIV -1 RNA decay slopes were - 0.36 for the tenofovir disoproxil fumarate group , the 40 mg of @DRUG$ group and the 120 @DRUG$ of tenofovir alafenamide group , respectively .	0
0	@DRUG$-based drugs cisplatin, carboplatin and @DRUG$ are widely used in the therapy of human neoplasms.	@DRUG$ - based drugs cisplatin , carboplatin and @DRUG$ are wide used in the therapy of human neoplasms .	@DRUG$ - based drugs cisplatin , carboplatin and @DRUG$ are widely of in the therapy used human neoplasms .	@DRUG$ - based cisplatin , carboplatin and @DRUG$ are widely used in the therapy of human neoplasms .	@DRUG$ - based drugs cisplatin , carboplatin are widely used in the therapy of human neoplasms .	1
0	Low-dose @DRUG$ for 7 days and @DRUG$ for 30 days prolonged graft survival (45.0+/-4.7 days; P<0.01 vs. all groups.)	Low - dose @DRUG$ for seven days and @DRUG$ for 30 days prolonged graft survival ( 45.0+/-4.7 days ; P<0.01 vs. all chemical group . )	Low - dose @DRUG$ ; 7 days and @DRUG$ for 30 days prolonged graft survival all 45.0+/-4.7 days for P<0.01 vs. ( groups . )	Low dose @DRUG$ for days and @DRUG$ for 30 days prolonged graft ( 45.0+/-4.7 days ; P<0.01 vs. all groups . )	Low - dose @DRUG$ for 7 days and @DRUG$ for 30 days prolonged graft survival ( 45.0+/-4.7 days ; P<0.01 vs. all groups . )"DRUGA and DRUGB are both drugs, and low-dose DR	0
0	Chronic treatment with @DRUG$ in mice maintained on a high-fat diet decreased LDL-C and @DRUG$ and resulted in weight loss without the elevation of liver enzymes or an increase in hepatic fat.	Chronic treatment with @DRUG$ in mice maintained on a high - fatten diet decreased LDL -C and @DRUG$ and resulted in weight loss without the elevation of liver colored enzyme or an increase in hepatic fatten .	Chronic treatment with @DRUG$ of mice maintained on a high - fat diet decreased LDL -C without @DRUG$ and resulted in an loss and the elevation in liver enzymes or weight increase in hepatic fat .	Chronic treatment with @DRUG$ in mice maintained on a high - fat diet decreased LDL -C and @DRUG$ and resulted in weight loss without the elevation of enzymes or an increase in fat .	Chronic treatment with @DRUG$ in mice maintained on a high - fat diet decreased LDL -C and @DRUG$ and resulted in weight loss without the elevation of liver enzymes or an increase in hepatic fat ."DRUGA decreases LDL -C levels and DRUGB results in weight	0
0	Although bile acids, such as @DRUG$, cholic acid, and chenodeoxycholic acid, were not substrates of SOAT, the sulfoconjugated bile acid taurolithocholic acid-3-@DRUG$ was transported by SOAT-HEK293 cells in a sodium-dependent manner and showed competitive inhibition of SOAT transport with an apparent K(i) value of 0.24 mum.	Although gall acids , such as @DRUG$ , cholic bitter , and chenodeoxycholic bitter , were not substrates of SOAT , the sulfoconjugated gall bitter taurolithocholic acid-3 - @DRUG$ was transported by SOAT - HEK293 cells in a sodium - dependent manner and showed free enterprise inhibition of SOAT transport with an plain K ( i ) prize of 0.24 mommy .	Although bile acids , such as @DRUG$ ) chenodeoxycholic acid , and cholic acid , were not substrates of SOAT SOAT the sulfoconjugated bile acid taurolithocholic acid-3 - @DRUG$ was transport by , - HEK293 cells dependent a sodium - in manner and showed competitive value of SOAT transported with an apparent K ( i , inhibition of 0.24 mum .	bile acids , such as @DRUG$ , cholic acid , and chenodeoxycholic acid were not substrates of SOAT , the sulfoconjugated bile taurolithocholic acid-3 - @DRUG$ was transported by SOAT - HEK293 cells in a sodium - dependent manner and showed competitive inhibition of SOAT transport with an apparent K ( i ) value of mum	Bile acids, such as @DRUG$, cholic acid, and chenodeoxycholic acid, were not substrates of SOAT, but the sulfoconjugated bile acid taurolithocholic acid-3 - @DRUG$ was transported by SOAT-HE	0
0	Of these mAbs, 9 are for non-cancer indications (lampalizumab, roledumab, emapalumab, fasinumab, tanezumab, etrolizumab, NEOD001, gantenerumab, anifrolumab) and 10 are for cancer indications (tremelimumab, isatuximab, BCD-100, @DRUG$, camrelizumab, IBI308, glembatumumab vedotin, mirvetuximab soravtansine, @DRUG$, L19IL2/L19TNF).	Of these mAbs ,  are for non-cancer reading ( lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , NEOD001 , gantenerumab , anifrolumab ) and decade are for crab reading ( tremelimumab , isatuximab , BCD - c , @DRUG$ , camrelizumab , IBI308 , glembatumumab vedotin , mirvetuximab soravtansine , @DRUG$ , L19IL2/L19TNF ) .	, these mAbs Of 9 are for non-cancer , ( lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , , , indications , anifrolumab ) and 10 are for cancer gantenerumab ( tremelimumab , isatuximab , BCD - 100 , @DRUG$ , camrelizumab mirvetuximab IBI308 indications glembatumumab vedotin , , soravtansine NEOD001 @DRUG$ , L19IL2/L19TNF ) .	Of these mAbs , 9 are for non-cancer indications ( lampalizumab , roledumab , emapalumab , fasinumab , tanezumab , etrolizumab , NEOD001 , gantenerumab anifrolumab ) 10 are for cancer indications ( tremelimumab , isatuximab , BCD - 100 , @DRUG$ , camrelizumab , IBI308 , glembatumumab vedotin , mirvetuximab soravtansine , @DRUG$ , L19IL2/L19TNF .	Of these mAbs, 9 are for non-cancer indications and 10 are for cancer indications.	1
0	Dextromethorphan and its metabolite @DRUG$ are non-competitive antagonists at the N-methyl-d-aspartate (@DRUG$) receptor ion channel.	Dextromethorphan and its metabolite @DRUG$ are non-competitive antagonists at the N-methyl-d- aspartate ( @DRUG$ ) sense organ ion channel .	Dextromethorphan and its metabolite @DRUG$ are non-competitive antagonists at ion N-methyl-d- aspartate ( @DRUG$ ) receptor the channel .	Dextromethorphan and its metabolite @DRUG$ are non-competitive antagonists at the N-methyl-d- aspartate ( @DRUG$ ) receptor ion channel .	Dextromethorphan and its metabolite @DRUG$ block the activity of the N-methyl-d- aspartate ( @DRUG$ ) receptor ion channel .	0
0	Subjects received @DRUG$ (2.5, 5 or 7.5 mg/day) plus @DRUG$ 1000 mg bid, and warfarin plus placebo.	Subjects received @DRUG$ ( 2.5 , 5 or 7.5 mg / day ) plus @DRUG$ one thousand mg bid , and coumadin plus placebo .	Subjects received @DRUG$ ( 2.5 , 5 or 7.5 mg placebo day ) plus @DRUG$ 1000 , bid mg and warfarin plus / .	Subjects received @DRUG$ 2.5 , 5 or 7.5 mg / day ) plus @DRUG$ 1000 mg bid , and warfarin plus placebo .	Subjects received @DRUG$ ( 2.5 , 5 or 7.5 mg / day ) plus @DRUG$ 1000 mg bid , and warfarin plus placebo ."In other words, the subjects received either 2.5 mg, 5 mg, or 7.5 mg of DR	0
0	Therefore, we conducted an exploratory, randomized, double-blind trial that compared the efficacy and safety of @DRUG$ and @DRUG$ in hospitalized patients with cancer-related hypercalcemia.	Therefore , we behave an exploratory , randomized , double up - blind trial that compared the efficacy and safety of @DRUG$ and @DRUG$ in hospitalize patients with cancer-related hypercalcemia .	, Therefore we conducted an exploratory , and , double - blind trial that compared cancer-related efficacy randomized safety of @DRUG$ and @DRUG$ in hospitalized patients with the hypercalcemia .	Therefore we conducted , , double - blind trial that compared the efficacy and safety of @DRUG$ and @DRUG$ in hospitalized patients with cancer-related .	We conducted a study to compare the efficacy and safety of @DRUG$ and @DRUG$ in hospitalized patients with cancer-related hypercalcemia.	0
1	The author found @DRUG$ to be a very efficient hypnotic of relatively low toxicity which could be easily substituted fro barbiturates and methaqualone/@DRUG$ in the treatment of long-term insomnia.	The author found @DRUG$ to be a very effective hypnotic of relatively low toxicity which could be easy substituted fro barbiturates and methaqualone / @DRUG$ in the treatment of semipermanent insomnia .	The author found @DRUG$ to be a very fro hypnotic of in low toxicity which could be easily substituted efficient barbiturates and methaqualone of @DRUG$ relatively the treatment / long-term insomnia .	The author found @DRUG$ to be a very efficient hypnotic of relatively toxicity which could be easily substituted fro barbiturates and methaqualone / @DRUG$ in the treatment of long-term insomnia .	@DRUG$ is a more efficient and less toxic hypnotic than barbiturates and methaqualone, and can be used as a substitute for these drugs in the treatment of long-term insomnia.	1
0	In contrast to other beta-adrenergic antagonists, N acutely lowered arterial blood pressure in SHR (1.25 @DRUG$.kg-1 i.@DRUG$.) and in hypertensive patients (1 oral dose of 5 mg) for several hours.	In dividing line to other beta-adrenergic antagonists , N acutely frown arterial blood pressure in SHR ( 1.25 @DRUG$ .kg-1 i.@DRUG$ . ) and in hypertensive patient ( 1 oral dose of 5 mg ) for several hours .	In contrast to other beta-adrenergic antagonists ) N acutely lowered i.@DRUG$ blood pressure in SHR ( 1.25 @DRUG$ .kg-1 arterial . , for in hypertensive patients ( 1 oral dose of 5 mg ) and several hours .	In contrast to other beta-adrenergic , N acutely lowered arterial blood pressure in ( 1.25 @DRUG$ .kg-1 i.@DRUG$ . ) and in hypertensive patients ( 1 oral dose of 5 mg for several .	N (@DRUG$) acutely lowered arterial blood pressure in SHR (1.25 DRUGA .kg-1 i.@DRUG$ .) and in hypertensive patients (1 oral dose of 5 mg) for several hours.	0
1	The pharmacokinetics of @DRUG$ tetranitrate (2,2-bis(hydroxymethyl)-1,3-propanediol tetranitrate, 1) were studied in rats following a single intra-arterial or oral dose (2 @DRUG$/kg) of the 14C-labeled drug.	The pharmacokinetics of @DRUG$ tetranitrate ( 2,2 - bis( hydroxymethyl ) - 1,3 - propylene glycol tetranitrate , single ) were studied in rats abide by a single intra-arterial or viva dose ( 2 @DRUG$ / kg ) of the 14C - labeled drug .	The pharmacokinetics of @DRUG$ tetranitrate ( 2,2 - bis( 14C ) - 1,3 - propanediol tetranitrate , 1 kg were studied in rats following a single ) or oral dose ( 2 @DRUG$ / intra-arterial ) of the drug - labeled hydroxymethyl .	The pharmacokinetics of @DRUG$ tetranitrate ( - hydroxymethyl ) - 1,3 - propanediol tetranitrate , 1 ) were studied in rats following a single intra-arterial or oral dose ( 2 @DRUG$ / kg ) of the 14C - labeled drug .	The pharmacokinetics of @DRUG$ tetranitrate ( 2,2 - bis( hydroxymethyl ) - 1,3 - propanediol tetranitrate , 1 ) were studied in rats following a single intra-arterial or oral dose ( 2 @DRUG$ / kg	0
0	Treatment with @DRUG$ and bisoprolol modestly but significantly reduced the terbutaline-induced increases in @DRUG$ (P < 0.05).	Treatment with @DRUG$ and bisoprolol modestly but importantly reduced the terbutaline - induced increases in @DRUG$ ( atomic number  < 0.05 ) .	Treatment with @DRUG$ < bisoprolol modestly but significantly reduced ) terbutaline - induced increases in @DRUG$ ( P and 0.05 the .	Treatment with @DRUG$ and bisoprolol modestly but significantly reduced terbutaline - induced increases in @DRUG$ ( P < 0.05 ) .	When @DRUG$ is taken, it modestly but significantly reduces the terbutaline - induced increases in @DRUG$.	0
0	@DRUG$-like peptide-1(7-36)amide (GLP-1) is a secreted peptide that acts @DRUG$ a key determinant of blood glucose homeostasis by virtue of its abilities to slow gastric emptying, to enhance pancreatic insulin secretion, and to suppress pancreatic glucagon secretion.	@DRUG$ - same peptide -1( 7-  ) amide ( GLP - 1 ) is a secreted peptide that acts @DRUG$ a key determinant of blood glucose homeostasis by virtue of its abilities to slow gastric discharge , to raise pancreatic insulin secernment , and to suppress pancreatic glucagon secernment .	@DRUG$ - like peptide -1( 7- secretion ) amide ( GLP - , ) is a secreted peptide that acts @DRUG$ a key determinant of virtue glucose homeostasis by blood of its abilities to slow gastric secretion 1 to enhance 36 insulin emptying , and to suppress pancreatic glucagon pancreatic .	@DRUG$ - like peptide 7- 36 ) amide ( GLP - 1 ) is a secreted peptide that acts @DRUG$ key determinant of blood glucose homeostasis by virtue its abilities to slow gastric emptying , to enhance insulin secretion , and to suppress pancreatic glucagon secretion .	@DRUG$ is a peptide that helps to regulate blood sugar levels by slowing gastric emptying, enhancing pancreatic insulin secretion, and suppressing pancreatic glucagon secretion.	1
0	Optical resolution of the racemate 53 brought about a dramatic change in the pharmacological profile with (R)-53 exhibiting a strong affinity for both the dopamine D(2) and serotonin 5-HT(3) receptors, while the corresponding (S)-53 had a potent @DRUG$ 5-HT(3) receptor binding affinity and a moderate dopamine @DRUG$(2) receptor binding affinity.	Optical closure of the racemate fifty three brought about a dramatic change in the pharmacological profile with ( R ) - fifty three demonstrate a strong affinity for both the dopamine ergocalciferol ( 2 ) and serotonin 5 - HT ( 3 ) sense organ , while the corresponding ( southward ) - fifty three had a potent @DRUG$ 5 - HT ( 3 ) sense organ binding affinity and a moderate dopamine @DRUG$ ( 2 ) sense organ binding affinity .	Optical resolution of the racemate 53 brought about a dramatic change in the pharmacological profile with ( R ) - 53 moderate a strong affinity - both the dopamine D ( 2 ) and a 5 - HT ) 3 ) ) , while the corresponding ( S ( - 53 had a potent @DRUG$ 5 for HT ( 3 binding receptor receptors affinity and serotonin exhibiting dopamine @DRUG$ ( 2 ) receptor binding affinity .	Optical resolution of racemate 53 brought about a dramatic in the pharmacological profile with ( R ) - 53 exhibiting a strong affinity both the dopamine D ( 2 and 5 - HT ( 3 ) receptors while the corresponding ( S ) - 53 had a potent @DRUG$ 5 - HT ( 3 ) receptor binding affinity and a moderate dopamine @DRUG$ ( 2 ) receptor affinity .	The ( R ) - 53 form of the drug has a strong affinity for both the dopamine D ( 2 ) and serotonin 5 - HT ( 3 ) receptors , while the corresponding ( S ) - 53 form has a potent affinity for the serotonin 5 - HT ( 3 ) receptor and a moderate affinity for	1
0	A @DRUG$ @DRUG$ >2 microg/ml was obtained for 14% (n=13) of the isolates and these were also tested against doxycycline, salinomycin, valnemulin, lincomycin and aivlosin.	a @DRUG$ @DRUG$ >2 microg / ml was obtained for fourteen % ( n=13 ) of the isolates and these were also tested against vibramycin , salinomycin , valnemulin , lincomycin and aivlosin .	A @DRUG$ @DRUG$ >2 microg / ml was obtained and 14 % ( n=13 ) were the isolates and these of also tested against doxycycline , salinomycin , valnemulin , lincomycin aivlosin for .	A @DRUG$ @DRUG$ microg ml was obtained for 14 % ( n=13 ) of the isolates and these were also tested against doxycycline , salinomycin , valnemulin and aivlosin .	A @DRUG$ @DRUG$ >2 microg / ml was obtained for 14 % ( n=13 ) of the isolates and these were also tested against doxycycline , salinomycin , valnemulin , lincomycin and aivlosin .	0
0	trans-Resveratrol but not cis-@DRUG$ was detected in both @DRUG$ and bilberry samples.	trans - Resveratrol but not cis-@DRUG$ was detected in both @DRUG$ and whinberry samples .	trans both Resveratrol but not cis-@DRUG$ was detected in - @DRUG$ and bilberry samples .	trans - Resveratrol not cis-@DRUG$ was detected in both @DRUG$ bilberry samples .	trans - Resveratrol was detected in both @DRUG$ and bilberry samples, but cis-@DRUG$ was not detected.	0
0	The effect of trimebutine on the @DRUG$+ current in @DRUG$ ileal smooth muscle cells was investigated using the whole-cell patch-clamp technique.	The effect of trimebutine on the @DRUG$ + current in @DRUG$ ileal smooth muscle cells was inquire using the totally -cell patch -clamp technique .	The effect of trimebutine on was @DRUG$ + current in @DRUG$ ileal smooth muscle cells whole investigated using the the -cell patch -clamp technique .	The effect of trimebutine on the @DRUG$ + current in @DRUG$ ileal smooth muscle cells was investigated the whole -cell -clamp technique	The effect of trimebutine on the current in ileal smooth muscle cells was investigated using the whole -cell patch -clamp technique .	1
1	In clinical trials, @DRUG$ axetil (administered twice daily) has been evaluated in the treatment of upper and lower respiratory tract infections and has demonstrated similar efficacy to established antibacterial agents, including amoxicillin/clavulanic acid and @DRUG$.	atomic number  clinical trials , @DRUG$ axetil ( administered twice casual ) has been evaluated in the intervention of upper and lower respiratory tract infections and has demonstrated similar efficacy to established antibacterial agents , including amoxicillin / clavulanic back breaker and @DRUG$ .	In clinical trials , @DRUG$ axetil daily administered twice ( ) has and evaluated in been treatment of upper and lower respiratory tract infections and has demonstrated clavulanic efficacy to established antibacterial agents , including amoxicillin / similar acid the @DRUG$ .	In clinical trials , @DRUG$ axetil ( administered daily ) has been evaluated the treatment of and respiratory tract infections and has demonstrated similar efficacy to established antibacterial agents , including amoxicillin / acid and @DRUG$ .	@DRUG$ axetil has been found to be just as effective as amoxicillin / clavulanic acid and other established antibacterial agents in the treatment of respiratory tract infections.	1
0	Letrozole has greater potency than other AIs, including @DRUG$, exemestane, formestane, and @DRUG$.	Letrozole has corking potency than other AIs , including @DRUG$ , exemestane , formestane , and @DRUG$ .	Letrozole has greater than potency other AIs , including @DRUG$ , exemestane , formestane , and @DRUG$ .	Letrozole has greater potency than other AIs , including @DRUG$ , exemestane , formestane , and @DRUG$ .	Letrozole is more potent than other AIs, including exemestane, formestane, and @DRUG$.	1
0	In a multicentre study, 146 peptic ulcer patients who had recently healed with H2 antagonists (38 gastric, 108 duodenal ulcers) received randomly for a year one of the following mucosal protecting antiulcer drugs: @DRUG$ aluminium salt (AAL), @DRUG$ acexamate (ZAC) and magaldrate (MAG).	In a multicentre study , 146 peptic ulcer affected role who had recently bring around with H2 antagonists ( 38 stomachal , 108 duodenal ulcers ) received randomly for a year one of the following mucosal protect antiulcer drugs : @DRUG$ atomic number  salt ( AAL ) , @DRUG$ acexamate ( ZAC ) and magaldrate ( MAG ) .	In a multicentre study , 146 had gastric patients peptic who recently healed with H2 antagonists ( 38 ulcer , 108 duodenal antiulcer ) magaldrate randomly for a year one of the following mucosal protecting ulcers drugs : @DRUG$ aluminium salt ( AAL ) , @DRUG$ acexamate ( ZAC ) and received ( MAG ) .	In a multicentre study , 146 peptic ulcer patients who had recently healed H2 antagonists ( 38 gastric , 108 duodenal ulcers received randomly a year one of the following protecting antiulcer drugs : @DRUG$ aluminium salt ( AAL ) , @DRUG$ acexamate ( ZAC and magaldrate ( MAG ) .	Some patients were given @DRUG$, some were given @DRUG$, and some were given a placebo.	0
0	An overview is given of the chemistry, pharmacology, clinical use and toxicity of @DRUG$ @DRUG$ well as its pharmacokinetics and analytical methods for thioTEPA and its metabolites.	An overview is given of the interpersonal chemistry , pharmacological medicine , clinical use and perniciousness of @DRUG$ @DRUG$ well as its pharmacokinetics and analytical methods for thioTEPA and its metabolites .	An overview pharmacokinetics given of of chemistry , clinical , pharmacology use and toxicity the @DRUG$ @DRUG$ well as its is and analytical methods for thioTEPA and its metabolites .	An overview is given of the pharmacology , clinical use and toxicity @DRUG$ @DRUG$ well as its pharmacokinetics and analytical methods for thioTEPA and its metabolites .	@DRUG$ is a drug that is used to treat certain medical conditions. @DRUG$ is a drug that is used to treat certain medical conditions. DRUGA and DRUGB are both drugs that are used to treat certain medical conditions. However, they are not the same drug.	0
0	@DRUG$ (MNTX), a selective mu-opioid receptor antagonist, functions @DRUG$ a peripherally acting receptor antagonist in tissues of the gastrointestinal tract.	@DRUG$ ( MNTX ) , a selective mu-opioid receptor antagonist , functions @DRUG$ a peripherally acting receptor antagonist in weave of the gi tract .	@DRUG$ in MNTX ) , a selective mu-opioid receptor antagonist , functions @DRUG$ a the acting receptor antagonist ( tissues of peripherally gastrointestinal tract .	@DRUG$ ( MNTX ) mu-opioid receptor antagonist , functions @DRUG$ a peripherally acting receptor antagonist tissues of gastrointestinal tract .	@DRUG$ is a drug that blocks the effects of opioids, while @DRUG$ is a drug that blocks the effects of other drugs in the gastrointestinal tract.	0
0	These results support continued clinical development of tezacaftor (100 mg every day) in combination with @DRUG$ (150 @DRUG$ every 12 h) in subjects with cystic fibrosis.	These results support keep on clinical development of tezacaftor ( 100 mg every daylight ) in combination with @DRUG$ ( 150 @DRUG$ every 12 plancks constant ) in subjects with cystic fibrosis .	These with support continued clinical development of subjects ( 100 mg every day ) in in results @DRUG$ ( 150 @DRUG$ every 12 h ) combination tezacaftor with cystic fibrosis .	These results support continued clinical of 100 mg every day ) in combination with @DRUG$ ( 150 @DRUG$ every 12 h subjects with cystic fibrosis .	Tezacaftor ( 100 mg every day ) in combination with @DRUG$ ( 150 @DRUG$ every 12 h ) is a promising treatment for cystic fibrosis .	0
0	The 12 analytes include @DRUG$, erythromycin A, gamithromycin, josamycin, lincomycin, neospiramycin 1, oleandomycin, pirlimycin, @DRUG$, tildipirosin, tilmicosin and tylosin A.	The  analytes include @DRUG$ , erythromycin angstrom , gamithromycin , josamycin , lincomycin , neospiramycin ace , oleandomycin , pirlimycin , @DRUG$ , tildipirosin , tilmicosin and tylosin angstrom .	The 12 analytes include @DRUG$ , A erythromycin , gamithromycin , josamycin , lincomycin , neospiramycin , , oleandomycin , pirlimycin tylosin @DRUG$ 1 tildipirosin , tilmicosin and , A .	The 12 analytes include @DRUG$ , erythromycin A gamithromycin , , lincomycin , neospiramycin 1 , oleandomycin , @DRUG$ , tildipirosin tilmicosin and tylosin A .	@DRUG$ is a member of the family of antibiotics known as macrolides, which also includes erythromycin A, gamithromycin, josamycin, lincomycin, neospiramycin 1, oleandomycin, pirlimycin	1
1	However, @DRUG$ has been the drug of choice in the United States because it is believed to have less potential to induce fetal/neonatal hypothyrodism, to cross the placenta and into breast milk to a lesser degree, and to be less teratogenic than @DRUG$ or carbimazole.	However , @DRUG$ has been the drug of choice in the join department of state because it is believed to have less potential to induce fetal / neonatal hypothyrodism , to cross the placenta and into tit milk to a less arcdegree , and to be less teratogenic than @DRUG$ or carbimazole .	However the @DRUG$ , been the drug of choice in the United States because it is believed to have less potential to induce fetal / neonatal hypothyrodism , to cross degree milk and into carbimazole placenta to a lesser has , and to be less teratogenic than @DRUG$ or breast .	However , @DRUG$ has been the drug of choice the United States because it is believed to have less potential to induce fetal / neonatal , to cross the placenta and into breast milk to a lesser degree , and be less teratogenic than @DRUG$ or carbimazole .	@DRUG$ is the drug of choice in the United States because it is believed to have less potential to induce fetal / neonatal hypothyrodism, to cross the placenta and into breast milk to a lesser degree, and to be less teratogenic than @DRUG$ or carbim	0
0	In addition, in several preparations, including micro- and macrovasculature, the sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitors of NO-synthase, such as @DRUG$-N(G)-@DRUG$ (LNNA) or L-N-nitro-arginine-methyl-ester (L-NAME), has been shown.	In addition , in several provision , include micro- and macrovasculature , the sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitor of NO - synthase , such as @DRUG$ - N( deoxyguanosine monophosphate ) - @DRUG$ ( LNNA ) or L-N-nitro-arginine -methyl-ester ( L- NAME ) , has been bear witness .	as addition , micro- - preparations , including in and macrovasculature , the sensitivity of the vasorelaxing effect of the dihydropyridines to several of NO - synthase , such In @DRUG$ -methyl-ester N( G ) - @DRUG$ ( LNNA ) or L-N-nitro-arginine inhibitors ( L- NAME ) , has been shown .	In , in several preparations , including micro- and macrovasculature , the sensitivity of the vasorelaxing effect of the inhibitors of NO synthase , such as @DRUG$ - N( G ) - @DRUG$ ( LNNA ) or L-N-nitro-arginine ( L- NAME , been shown .	The sensitivity of the vasorelaxing effect of the dihydropyridines to inhibitors of NO - synthase , such as @DRUG$ - N( G ) - @DRUG$ ( LNNA ) or L-N-nitro-arginine -methyl-ester	0
0	Methylphenidate metabolism, measured @DRUG$ the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and as l-@DRUG$ AUCinf to l-PPA AUCinf, was similar for the three dose groups, indicating that methylphenidate metabolism was not affected by increasing dose.	Methylphenidate metabolism , measured @DRUG$ the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and as l-@DRUG$ AUCinf to l-PPA AUCinf , was similar for the three dose mathematical group , indicate that methylphenidate metabolism was not touch on by increase dose .	that metabolism , measured @DRUG$ the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and as l-@DRUG$ AUCinf to affected AUCinf , was by dose the three dose groups , indicating Methylphenidate methylphenidate metabolism was not l-PPA similar increasing for .	Methylphenidate metabolism , measured @DRUG$ the ratio of d-methylphenidate AUCinf to d-PPA AUCinf and l-@DRUG$ AUCinf to l-PPA AUCinf , was similar for the groups , indicating methylphenidate metabolism was not affected by increasing dose .	Methylphenidate metabolism was not affected by increasing dose.	1
0	CONCLUSIONS: Tenofovir alafenamide, a new once-daily oral prodrug of tenofovir, showed more potent anti-HIV-1 activity and higher intracellular tenofovir levels compared with tenofovir disoproxil fumarate, while maintaining lower plasma @DRUG$ exposure at 40 @DRUG$ with good tolerability over 14 days of monotherapy.	CONCLUSIONS : Tenofovir alafenamide , a new once-daily unwritten prodrug of tenofovir , prove more potent anti-HIV - 1 activity and higher intracellular tenofovir levels compared with tenofovir disoproxil fumarate , while maintaining lower plasma @DRUG$ exposure at 40 @DRUG$ with upright tolerability over 14 twenty four hour period of monotherapy .	CONCLUSIONS : a , , Tenofovir new once-daily oral prodrug of tenofovir alafenamide showed more potent anti-HIV - 1 activity and higher intracellular tenofovir levels compared with tenofovir disoproxil with days while maintaining lower plasma @DRUG$ exposure at 40 @DRUG$ fumarate good tolerability over 14 , of monotherapy .	CONCLUSIONS : Tenofovir alafenamide , a new once-daily oral prodrug of tenofovir , showed more potent anti-HIV - 1 activity and higher intracellular levels compared with disoproxil fumarate , while maintaining lower plasma @DRUG$ exposure at 40 @DRUG$ with good tolerability over 14 days monotherapy .	Tenofovir alafenamide showed more potent anti-HIV-1 activity and higher intracellular tenofovir levels compared with tenofovir disoproxil fumarate, while maintaining lower plasma @DRUG$ exposure at 40 @DRUG$ with good tolerability over	0
1	Further studies are now required to confirm the long term efficacy and tolerability of @DRUG$, and to investigate the place of the drug in therapy relative to cardiovascular agents other than @DRUG$ and the thiazide diuretics.	Further studies are now mandatory to confirm the farseeing term efficacy and tolerability of @DRUG$ , and to investigate the place of the drug in therapy relative to cardiovascular agents other than @DRUG$ and the thiazide diuretic .	Further studies are now required to confirm the long term efficacy and tolerability thiazide @DRUG$ , of cardiovascular investigate the place of the drug in therapy relative to to agents other than @DRUG$ and the and diuretics .	Further studies are now required to confirm the long term efficacy and tolerability of @DRUG$ , and investigate the place of the drug in therapy relative to cardiovascular agents other @DRUG$ and the thiazide .	Further studies are now required to confirm the long term efficacy and tolerability of @DRUG$, and to investigate the place of the drug in therapy relative to cardiovascular agents other than @DRUG$ and the thiazide diuretics.	0
0	Phenserine is also unique because of differing actions of its enantiomers: (-)-phenserine is the active enantiomer for inhibition of AChE, whereas (+)-@DRUG$ ('@DRUG$') has weak activity as an AChE inhibitor and can be dosed much higher.	Phenserine is also unequalled because of disagree action of its enantiomers : ( -) - phenserine is the dynamic enantiomer for forbiddance of AChE , whereas ( + ) - @DRUG$ ( ' @DRUG$ ' ) has weak activity as an AChE inhibitor and can be dosed much higher .	Phenserine + also unique higher of differing actions of its because : ( -) - phenserine is the active enantiomer for inhibition ' as , whereas ( is ) - @DRUG$ ( ' @DRUG$ of ) has weak activity AChE an AChE inhibitor and can be dosed much enantiomers .	Phenserine is also unique because of differing of its enantiomers : ( -) - phenserine is the active enantiomer for inhibition of AChE , whereas ( + ) - @DRUG$ ( ' @DRUG$ ' ) has weak activity as an AChE inhibitor and can be dosed much higher	Phenserine is unique because its enantiomers have different activities: the (-) enantiomer is the active one for inhibiting AChE, whereas the (+) enantiomer has weak activity as an AChE inhibitor and can be dosed much higher.	1
0	This paper reviews the discovery of @DRUG$ and early medical use of helium @DRUG$ mixtures and outlines areas where Heliox already has confirmed benefit as well as one or two areas that are currently under investigation.	This paper reviews the discovery of @DRUG$ and early medical use of helium @DRUG$ mixtures and outlines areas where Heliox already has sustain benefit as swell as one and only or two areas that are currently under investigation .	This paper reviews the discovery of @DRUG$ and early medical use two helium @DRUG$ mixtures and outlines of where Heliox already has confirmed benefit as well as one or areas are that areas currently under investigation .	This paper reviews the discovery of @DRUG$ and early medical use of helium @DRUG$ mixtures and outlines areas where already confirmed benefit as well one or two areas that are currently under investigation .	@DRUG$ is a substance that is used to treat medical conditions, and @DRUG$ is a type of gas that is used in conjunction with DRUGA to help treat these conditions.	0
0	(3) Two comparative double-blind trials suggest that a daily sertindole dose of 24 @DRUG$ is about as effective as 10 mg of @DRUG$.	( 3 ) Two comparative double - blind run suggest that a daily sertindole dose of  @DRUG$ is about as effective as 10 mg of @DRUG$ .	( about ) Two comparative double - 24 trials suggest that a daily sertindole dose of blind @DRUG$ is 3 as effective as 10 mg of @DRUG$ .	( 3 ) Two comparative double - blind trials suggest that a daily dose of @DRUG$ is as effective as 10 mg of @DRUG$ .	A daily sertindole dose of 24 @DRUG$ is about as effective as 10 mg of @DRUG$.	0
0	@DRUG$ treatment also significantly suppressed @DRUG$ production in vitro.	@DRUG$ treatment as well significantly suppressed @DRUG$ production in vitro .	@DRUG$ treatment also vitro suppressed @DRUG$ production in significantly .	@DRUG$ treatment also significantly suppressed @DRUG$ production in vitro	@DRUG$ treatment significantly suppressed @DRUG$ production in vitro .	0
0	These results indicate that the NMDA receptor antagonist @DRUG$ has the ability to suppress morphine withdrawal syndrome in experimental settings without motor interference, and @DRUG$ could be the critical CNS site mediating such effect.	These results indicate that the NMDA sensory receptor antagonist @DRUG$ has the ability to suppress morphia withdrawal syndrome in experimental settings without motor interference , and @DRUG$ could be the critical CNS site mediating such set up .	These results indicate that the NMDA suppress antagonist @DRUG$ has the ability to receptor morphine withdrawal syndrome CNS experimental settings without motor the , and @DRUG$ could be interference critical in site mediating such effect .	These results indicate the NMDA receptor antagonist @DRUG$ has the ability to suppress morphine withdrawal syndrome settings without motor interference , and @DRUG$ could be the critical CNS site such effect .	@DRUG$ is able to suppress morphine withdrawal syndrome without causing motor interference, and @DRUG$ is the critical CNS site mediating this effect.	0
1	Sprague Dawley rats were provided control, 0.2% weight/weight (@DRUG$/w), or 0.5% w/w @DRUG$-supplemented chow through a series of 3 experiments that limited exposure to critical growth periods: gestation, gestation and lactation, or lactation only (cross-fostering) to determine the susceptible windows of exposure for developmental consequences.	Sprague Dawley rats were provided control , 0.2 % weight / weight ( @DRUG$ / watt ) , or 0.5 % w/w @DRUG$ - supplemented chow through a series of ternary experiments that limited vulnerability to decisive growth periods : gestation , gestation and suckling , or suckling only ( cross-fostering ) to determine the susceptible windows of vulnerability for developmental moment .	Sprague cross-fostering / were provided control , 0.2 % weight / weight ( @DRUG$ of w ) , or 0.5 % w/w @DRUG$ - supplemented chow through a series of 3 experiments that growth exposure to critical periods limited : gestation , gestation and lactation , or lactation only ( Dawley ) to susceptible the determine windows rats exposure for developmental consequences .	Sprague Dawley rats provided control , 0.2 % weight / weight ( @DRUG$ / w ) , or 0.5 % w/w @DRUG$ - supplemented chow through a series of 3 experiments that limited exposure to critical periods : gestation , gestation and , lactation only cross-fostering ) to determine the susceptible of exposure for developmental consequences .	Sprague Dawley rats were provided control , 0.2 % weight / weight ( @DRUG$ / w ) , or 0.5 % w/w @DRUG$ - supplemented chow through a series of 3 experiments that limited exposure to critical growth periods : gestation , gestation and lactation ,	0
1	The overall anxiolytic properties of tianeptine in patients with coexisting depression and anxiety appear to be similar to those of @DRUG$, imipramine and fluoxetine and may be superior to those of maprotiline, although submaximal dosages of amitriptyline and @DRUG$ were used.	The boilers suit anxiolytic drug holding of tianeptine in patients with coexisting depression and anxiety appear to be similar to those of @DRUG$ , impramine hydrochloride and fluoxetine and may be superior to those of maprotiline , although submaximal dosages of amitriptyline and @DRUG$ were used .	The overall anxiolytic properties of tianeptine in patients with be depression of anxiety appear to coexisting similar to those and @DRUG$ , imipramine and fluoxetine of be may superior to those and maprotiline , although submaximal dosages of amitriptyline and @DRUG$ were used .	The anxiolytic properties of tianeptine in patients with coexisting depression and anxiety appear be similar to those of @DRUG$ and fluoxetine and may be superior those maprotiline , although dosages of amitriptyline and @DRUG$ were used .	The overall anxiolytic properties of tianeptine in patients with coexisting depression and anxiety appear to be similar to those of @DRUG$ and @DRUG$, and may be superior to those of maprotiline, although submaximal dosages of amitriptyline and	0
0	Ceftobiprole, at 4x MIC, was bactericidal (99.9% killing) against 9 of 10 strains tested at 4x MIC after 24 h. Ceftobiprole also yielded significant activity at earlier periods, with 90% killing of all strains at 2x MIC at 6 and 12 h. Vancomycin was bactericidal against 6 of 8 strains tested at 2x MIC after 24 h. By contrast, @DRUG$ and tigecycline were mainly bacteriostatic, and @DRUG$/dalfopristin was bactericidal against 4 of 10 strains at 2x MIC after 24 h.	Ceftobiprole , at 4x MIC , was bactericidal ( 99.9 % sidesplitting ) against 9 of decade strains tested at 4x MIC after twenty four h. Ceftobiprole too yielded substantial activity at former point , with ninety % sidesplitting of all strains at 2x MIC at 6 and 12 h. Vancomycin was bactericidal against 6 of 8 strains tested at 2x MIC after twenty four h . By contrast , @DRUG$ and tigecycline were primarily bacteriostatic , and @DRUG$ / dalfopristin was bactericidal against 4 of decade strains at 2x MIC after twenty four h.	Ceftobiprole , at 4x with , h. bactericidal ( 99.9 of killing ) 90 9 of 10 strains tested at 4x MIC after 24 were Ceftobiprole also yielded significant activity at 2x periods , at against % killing of all strains at 2x MIC at 6 and 12 h. Vancomycin was bactericidal against strains of 8 strains tested at earlier MIC after 24 h . By contrast , @DRUG$ and tigecycline bacteriostatic mainly was , and @DRUG$ / dalfopristin was bactericidal against 4 % 10 6 MIC 2x MIC after 24 h.	Ceftobiprole , at 4x MIC , was bactericidal ( 99.9 % killing against 9 of tested at MIC after 24 h. Ceftobiprole also yielded significant at earlier periods , with 90 % killing of all strains at 2x MIC 6 and 12 h. Vancomycin was bactericidal against 6 of 8 strains tested at 2x MIC after 24 h . contrast , @DRUG$ tigecycline were mainly bacteriostatic , and @DRUG$ / dalfopristin was bactericidal against 4 of 10 strains at 2x MIC after 24 h.	Ceftobiprole is a more effective antibiotic than vancomycin, @DRUG$, and tigecycline, while @DRUG$ is more effective than dalfopristin.	0
1	@DRUG$ showed the lowest MIC(50)/MIC(90 )values in the producing strains, whereas cefditoren, cefotaxime and @DRUG$ in the non-producers.	@DRUG$ showed the lowest MIC ( fifty ) / MIC (  ) values in the producing strains , whereas cefditoren , cefotaxime and @DRUG$ in the non-producers .	@DRUG$ showed the lowest MIC ( 50 ) / MIC ( 90 ) values in the and strains , whereas cefditoren , cefotaxime producing @DRUG$ in the non-producers .	@DRUG$ showed lowest MIC ( 50 ) / MIC ( 90 ) values in the producing strains , whereas cefditoren , cefotaxime and @DRUG$ in the non-producers .	The strains that produce @DRUG$ have the lowest MIC ( 50 ) / MIC ( 90 ) values for that drug, while the strains that don't produce DRUGA have higher MIC ( 50 ) / MIC ( 90 ) values for that drug.	1
0	The present study thus shows that trazodone treatment increases prolactin concentrations, suggesting that @DRUG$-@DRUG$ is involved in biochemical effects during treatment with the parent compound.	The present analyse so shows that trazodone treatment increases prolactin concentrations , suggesting that @DRUG$ - @DRUG$ is involved in biochemical effects during treatment with the parent compound .	compound in study thus shows that trazodone treatment increases prolactin concentrations , suggesting that @DRUG$ - @DRUG$ is involved present biochemical effects during treatment with the parent The .	The present study thus shows that trazodone treatment increases prolactin concentrations , suggesting @DRUG$ - @DRUG$ is involved in biochemical effects during treatment the parent compound .	The present study thus shows that trazodone treatment increases prolactin concentrations, suggesting that @DRUG$ is involved in biochemical effects during treatment with the parent compound.	1
0	CONCLUSIONS: Our study demonstrates that the urinary excretion of formoterol in male humans after oral administration of rac-formoterol is stereoselective with preferential excretion of the active (R; @DRUG$)-formoterol @DRUG$ unchanged drug and glucuronide.	termination : Our study march that the urinary excretion of formoterol in male humans after oral exam administration of rac-formoterol is stereoselective with discriminatory excretion of the active ( R ; @DRUG$ ) - formoterol @DRUG$ unchanged drug and glucuronide .	CONCLUSIONS : excretion study demonstrates that the formoterol Our of the in administration humans after oral male of rac-formoterol is stereoselective with preferential excretion of formoterol active ( R ; @DRUG$ ) - urinary @DRUG$ unchanged drug and glucuronide .	CONCLUSIONS : Our study demonstrates that the urinary excretion of formoterol in male humans after oral administration of rac-formoterol is stereoselective with excretion of the active ( R ; @DRUG$ ) - formoterol @DRUG$ unchanged drug and glucuronide .	The active (R) form of formoterol is preferentially excreted unchanged in the urine, while the glucuronide is excreted in smaller amounts.	1
0	The withdrawal rate due to adverse events was significantly lower for @DRUG$ (8%) compared to paroxetine (16%) (@DRUG$ < 0.05).	The withdrawal rate due to untoward events was significantly lower for @DRUG$ ( 8 % ) compared to paroxetine ( sixteen % ) ( @DRUG$ < 0.05 ) .	The withdrawal rate due to adverse events ) significantly lower for @DRUG$ ( 8 % ) was to paroxetine ( 16 % ) ( @DRUG$ < 0.05 compared .	The withdrawal due to adverse events significantly lower for @DRUG$ ( 8 % ) to paroxetine ( 16 % ) ( @DRUG$ < 0.05 ) .	The withdrawal rate due to adverse events was significantly lower for @DRUG$ ( 8 % ) compared to paroxetine ( 16 % ) ( @DRUG$ < 0.05 ) ."This means that DRUGA had a significantly lower withdrawal rate due to adverse events than DRUGB	0
0	@DRUG$ substitutions for the C-terminal @DRUG$ cluster in domain III of NS5A (amino acids 2428, 2430, and 2433) impaired NS5A basal phosphorylation, leading to a marked decrease in NS5A-core interaction, disturbance of the subcellular localization of NS5A, and disruption of virion production.	@DRUG$ substitutions for the C-terminal @DRUG$ cluster in arena III of NS5A ( amino acids 2428 , 2430 , and 2433 ) mar NS5A basal phosphorylation , starring to a marked decrease in NS5A - core fundamental interaction , disturbance of the subcellular localisation of function of NS5A , and disruption of virion production .	@DRUG$ substitutions and the disturbance @DRUG$ cluster in domain III of NS5A ( amino acids 2428 to 2430 , for 2433 ) impaired NS5A basal phosphorylation , core , a C-terminal decrease in NS5A - leading interaction , marked of the subcellular localization of NS5A , and disruption of virion production .	@DRUG$ substitutions for the C-terminal @DRUG$ cluster in of NS5A ( amino acids 2428 , 2430 , and 2433 ) basal phosphorylation , leading to a marked decrease NS5A - core interaction , disturbance of the subcellular localization of NS5A , and disruption of virion production .	@DRUG$ substitution for the C-terminal @DRUG$ cluster in domain III of NS5A ( amino acids 2428 , 2430 , and 2433 ) impaired NS5A basal phosphorylation , leading to a marked decrease in NS5A - core interaction , disturbance of the sub	0
0	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of mineral compounds, with the following order: Al citrate > Al tartrate, Al gluconate, @DRUG$ lactate > Al glutamate, Al chloride, Al sulfate, Al @DRUG$.	The absorption of atomic number  after intake of organic compounds is more important than after intake of mineral compounds , with the accompany order : atomic number  citrate > atomic number  tartrate , atomic number  gluconate , @DRUG$ lactate > atomic number  glutamate , atomic number  chloride , atomic number  sulfate , atomic number  @DRUG$ .	The absorption of aluminum after ingestion of organic gluconate citrate more order than after ingestion of mineral compounds , with the following important : Al is > Al tartrate , Al compounds , @DRUG$ @DRUG$ > Al glutamate , Al chloride , Al sulfate , Al lactate .	The of aluminum after organic compounds is more important than after of mineral compounds with the following order : Al citrate > Al tartrate , Al gluconate , @DRUG$ lactate > glutamate , Al chloride , Al sulfate , @DRUG$ .	The absorption of aluminum after ingestion of organic compounds is more important than after ingestion of mineral compounds , with the following order : Al citrate > Al tartrate , Al gluconate , @DRUG$ lactate > Al glutamate , Al chloride , Al sulfate , Al @DRUG$ .	0
0	In the present in vitro study the susceptibility to @DRUG$ of clinical isolates of bacterial and @DRUG$ origin from superficial swabs of the skin and mucous membranes of outpatients and inpatients obtained from clinical material in the second half of the year 2003 was determined.	In the present in vitro study the susceptibility to @DRUG$ of clinical isolates of bacterial and @DRUG$ origin from superficial swabs of the scrape and mucose membranes of outpatient and inpatients obtained from clinical material in the second half of the year 2003 was specify .	In the present in vitro study the susceptibility clinical @DRUG$ of to isolates of bacterial and @DRUG$ origin from superficial swabs of the skin half mucous membranes of outpatients and inpatients obtained from clinical material the the second and in of year 2003 was determined .	In the present in vitro study susceptibility to @DRUG$ of clinical isolates of bacterial and @DRUG$ origin from swabs of the skin and mucous membranes of outpatients and inpatients obtained from clinical material in the second half of the 2003 was determined .	The study found that the bacteria from skin and mucous membranes were susceptible to @DRUG$, but that the bacteria from other areas were not.	1
0	The biosynthesis of monensin by Streptomyces cinnamonensis was studied by using (14)C-labeled @DRUG$, acetate, propionate, @DRUG$, and methionine.	The biosynthesis of monensin by streptomyces cinnamonensis was studied by using ( 14 ) C - tag @DRUG$ , acetate , propionate , @DRUG$ , and methionine .	The biosynthesis , monensin by Streptomyces acetate was studied by using ( 14 ) C - labeled @DRUG$ , cinnamonensis , propionate of @DRUG$ , and methionine .	The biosynthesis of monensin by Streptomyces cinnamonensis was by using ( 14 ) C labeled @DRUG$ , acetate , , @DRUG$ , and .	The biosynthesis of monensin by Streptomyces cinnamonensis was studied by using ( 14 ) C - labeled @DRUG$ , acetate , propionate , @DRUG$ , and methionine ."DRUGA is the substrate (the molecule upon which the reaction takes	0
0	Superior permeation of conjunctival and scleral tissue by @DRUG$ (@DRUG$(p) = 128 x 10(-6) min(-1)) compared to diclofenac (k(p) = 80 x 10(-6) min(-1)) was also evident.	Superior suffusion of conjunctival and scleral tissue by @DRUG$ ( @DRUG$ ( p ) = 128 x ten ( - six ) min dialect ( - 1 ) ) compared to diclofenac ( grand ( p ) = 80 x ten ( - six ) min dialect ( - 1 ) ) was also evident .	Superior = of conjunctival and scleral tissue by @DRUG$ ( @DRUG$ ( p ) = 128 x 10 ( - 6 ) min ( - p ) ) ( to diclofenac compared ( k 1 ) permeation 80 x 10 ( - 6 ) min ( - evident ) ) was also 1 .	Superior of conjunctival scleral tissue by @DRUG$ ( @DRUG$ ( ) = 128 x 10 ( - 6 ) min ( - 1 ) ) compared to diclofenac k ( ) = 80 x 10 ( - 6 min ( 1 ) ) was also evident .	@DRUG$ is 128 times more permeable through conjunctival and scleral tissue than diclofenac.	1
0	Fifteen healthy volunteers (8 males, 7 females) were administered 0, 350, and 700 @DRUG$ of @DRUG$ in separate sessions and for 6h afterwards they completed a battery of tests at fixed time intervals so as to assess the subjective and psychomotor effects of the drug.	Fifteen healthy volunteers ( viii males , 7 female person ) were administered 0 , 350 , and 700 @DRUG$ of @DRUG$ in classify sessions and for 6h afterwards they completed a battery of tests at fixed time musical interval so as to assess the subjective and psychomotor effects of the do drugs .	Fifteen healthy volunteers tests females males , 7 8 and were administered 0 , 350 , ) 700 @DRUG$ of @DRUG$ in of sessions and for 6h afterwards they completed a battery separate ( at psychomotor time intervals so as to assess the subjective and fixed effects of the drug .	Fifteen volunteers ( males , 7 females ) were administered 0 , 350 , and 700 @DRUG$ of @DRUG$ separate sessions and for 6h afterwards they completed a battery tests at fixed time intervals so as to assess the subjective and psychomotor of the .	Fifteen healthy volunteers ( 8 males , 7 females ) were administered 0 , 350 , and 700 @DRUG$ of @DRUG$ in separate sessions and for 6h afterwards they completed a battery of tests at fixed time intervals so as to assess the subjective and psychomotor effects of the drug .	0
0	Searches were performed utilizing the following key terms: venetoclax, ABT-199, GDC-199, @DRUG$, GX15-070, BCL-2 inhibitor, @DRUG$, ABT-263, and Venclexta.	Searches were performed utilise the following key damage : venetoclax , ABT - 199 , GDC - 199 , @DRUG$ , GX15 - 070 , BCL -  inhibitor , @DRUG$ , ABT - 263 , and Venclexta .	Searches utilizing performed were the following key terms : venetoclax , GDC - Venclexta , ABT - 199 , @DRUG$ , GX15 - 070 , BCL - 2 inhibitor , @DRUG$ , ABT - 263 , and 199 .	Searches were performed utilizing the following key : venetoclax , ABT - 199 , GDC - 199 , @DRUG$ , GX15 - 070 , BCL - 2 inhibitor , @DRUG$ , ABT - 263 , and Venclexta .	Searches were performed utilizing the following key terms : venetoclax , ABT - 199 , GDC - 199 , @DRUG$ , GX15 - 070 , BCL - 2 inhibitor , @DRUG$ , ABT - 263 , and Venclexta .	0
1	Tested up to a concentration of 10-4 M, @DRUG$ did neither inhibit the [3H]dopamine uptake into mouse striatal synaptosomes nor compete in vitro with the specific binding of [3H]WIN 35,428 at @DRUG$ transporters from striatal membranes.	well tried up to a concentration of 10 - quaternary M , @DRUG$ did neither inhibit the [ 3 henry ] dopamine uptake into mouse striatal synaptosomes nor compete in vitro with the specific binding of [ 3H ] WIN 35,428 at @DRUG$ transporters from striatal membrane .	Tested up to a neither of 10 - 4 M , @DRUG$ did concentration inhibit 35,428 [ 3 H ] dopamine striatal into specific striatal synaptosomes nor compete in vitro with the mouse binding of [ 3H ] WIN the at @DRUG$ transporters from uptake membranes .	Tested up to concentration of 10 - 4 M , @DRUG$ did neither inhibit the [ 3 H ] dopamine uptake into mouse striatal synaptosomes nor compete vitro with the specific binding of [ 3H ] WIN 35,428 at @DRUG$ transporters from striatal membranes .	@DRUG$ does not inhibit the uptake of dopamine into mouse striatal synaptosomes, and it does not compete with the specific binding of [3H]WIN 35,428 at @DRUG$ transporters from striatal membranes.	0
0	Utilizing three monoclonal antibodies in the development of an immunochromatographic assay for simultaneous detection of sulfamethazine, sulfadiazine, and sulfaquinoxaline residues in @DRUG$ and @DRUG$ muscle.	Utilizing three monoclonal antibody antibodies in the development of an immunochromatographic assay for coinciding detection of sulfamethazine , sulfadiazine , and sulfaquinoxaline residues in @DRUG$ and @DRUG$ muscle .	Utilizing detection , antibodies in the development of an immunochromatographic assay for simultaneous three of sulfamethazine , sulfadiazine monoclonal and sulfaquinoxaline residues in @DRUG$ and @DRUG$ muscle .	Utilizing three antibodies the development of an immunochromatographic assay for simultaneous detection of sulfamethazine , and residues in @DRUG$ and @DRUG$ muscle .	The antibodies are used to develop an assay that can detect residues of sulfamethazine, sulfadiazine, and sulfaquinoxaline in both @DRUG$ and @DRUG$ muscle.	0
0	@DRUG$ 2.0 mg/m(2)/d (n = 3) and 3.0 mg/m(2)/@DRUG$ (n = 5) for 3 days produced mean +/- SD end of infusion concentrations of 0.12 +/- 0.03 and 0.15 +/- 0.03 micromol/L, respectively.	@DRUG$ 2.0 mg / m(  ) / viosterol ( n = troika ) and 3.0 mg / m(  ) / @DRUG$ ( n = 5 ) for troika days produced mean +/- SD end of extract concentrations of 0.12 +/- 0.03 and 0.15 +/- 0.03 micromol / L , severally .	@DRUG$ 2.0 mg / , ( ) / d = 0.12 = 3 ) and 3.0 mg / m( 2 ) / @DRUG$ ( n 2 5 ) for 3 days produced mean +/- 0.03 end of infusion concentrations of n +/- SD and 0.15 +/- 0.03 micromol / L m( respectively .	@DRUG$ 2.0 mg / m( 2 ) / d ( n = 3 ) and 3.0 mg / m( 2 ) / @DRUG$ ( n = 5 ) for 3 days produced mean +/- end of infusion concentrations of 0.12 +/- 0.03 and 0.15 0.03 micromol L , respectively .	@DRUG$ 2.0 mg / m( 2 ) / d ( n = 3 ) and 3.0 mg / m( 2 ) / @DRUG$ ( n = 5 ) for 3 days produced mean +/- SD end of infusion concentrations of 0.12 +/- 0.03 and 0.	0
0	Similar to @DRUG$, @DRUG$ increases the proliferation and differentiation of neutrophils from committed progenitor cells, induces maturation, and enhances the survival and function of mature neutrophils, resulting in dose-dependent increases in neutrophils.	Similar to @DRUG$ , @DRUG$ increases the proliferation and specialization of neutrophils from committed progenitor cells , rush festering , and enhances the survival and function of mature neutrophils , resulting in dose-dependent increases in neutrophils .	Similar to @DRUG$ , @DRUG$ increases the survival and differentiation the neutrophils , committed progenitor cells from induces maturation , and enhances of proliferation and function of mature neutrophils , resulting in dose-dependent increases in neutrophils .	Similar to @DRUG$ , @DRUG$ increases proliferation and differentiation of from committed progenitor cells , induces maturation and enhances the survival and of mature neutrophils , resulting in increases in neutrophils .	@DRUG$ and @DRUG$ have a similar effect on the proliferation and differentiation of neutrophils, inducing their maturation and enhancing their survival and function.	0
1	Effects of @DRUG$/@DRUG$-romifidine-atropine in ocelots (Leopardus pardalis).	set up of @DRUG$ / @DRUG$ - romifidine -atropine in ocelots ( Leopardus pardalis ) .	Effects of @DRUG$ Leopardus @DRUG$ - romifidine -atropine in ocelots ( / pardalis ) .	Effects of @DRUG$ / @DRUG$ - romifidine -atropine in ocelots ( Leopardus ) .	The effects of romifidine and atropine on ocelots.	1
0	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water-soluble organic solvents (polyethylene glycol 300, polyethylene glycol 400, ethanol, propylene glycol, glycerin, N-methyl-2-pyrrolidone, dimethylacetamide, and dimethylsulfoxide), non-ionic surfactants (Cremophor EL, Cremophor RH 40, Cremophor RH 60, d-alpha-tocopherol polyethylene glycol 1000 succinate, polysorbate 20, polysorbate 80, Solutol HS 15, sorbitan monooleate, @DRUG$, Labrafil @DRUG$-1944CS, Labrafil M-2125CS, Labrasol, Gellucire 44/14, Softigen 767, and mono- and di-fatty acid esters of PEG 300, 400, or 1750), water-insoluble lipids (castor oil, corn oil, cottonseed oil, olive oil, peanut oil, peppermint oil, safflower oil, sesame oil, soybean oil, hydrogenated vegetable oils, hydrogenated soybean oil, and medium-chain triglycerides of coconut oil and palm seed oil), organic liquids/semi-solids (beeswax, d-alpha-tocopherol, oleic acid, medium-chain mono- and diglycerides), various cyclodextrins (alpha-cyclodextrin, beta-cyclodextrin, hydroxypropyl-beta-cyclodextrin, and sulfobutylether-beta-cyclodextrin), and phospholipids (hydrogenated soy phosphatidylcholine, distearoylphosphatidylglycerol, L-alpha-dimyristoylphosphatidylcholine, L-alpha-dimyristoylphosphatidylglycerol).	antiophthalmic factor review of commercially available viva voce and injectable root formulations uncover that the solubilizing excipients admit water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants ( Cremophor elevated railroad , Cremophor RH 40 , Cremophor RH sixty , d-alpha-tocopherol polyethylene glycol k succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 , sorbitan monooleate , @DRUG$ , Labrafil @DRUG$ - 1944CS , Labrafil M-2125CS , Labrasol , Gellucire 44/14 , Softigen 767 , and mono- and di-fatty acrid esters of PEG 300 , 400 , or 1750 ) , water - insoluble lipids ( castor fossil oil , zea mays fossil oil , cottonseed fossil oil , olive fossil oil , goober fossil oil , red gum fossil oil , safflower fossil oil , sesame fossil oil , glycine max fossil oil , hydrogenate veggie oils , hydrogenate glycine max fossil oil , and medium- chain triglyceride of cocos nucifera fossil oil and ribbon seed fossil oil ) , organic liquidness / semi-solids ( beeswax , d-alpha-tocopherol , oleic acrid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenate soja bean phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of commercially available oral and injectable solution formulations reveals that Labrafil solubilizing excipients include water - soluble organic solvents ( polyethylene and 300 , polyethylene glycol 400 , water , propylene glycol , medium- , N-methyl - 2 - pyrrolidone , 40 , and dimethylsulfoxide ) , PEG surfactants ( Cremophor EL , Cremophor RH dimethylacetamide , Cremophor RH 60 , L-alpha-dimyristoylphosphatidylcholine polyethylene glycol 1000 succinate , polysorbate 20 , polysorbate vegetable , Solutol HS 15 , sorbitan monooleate - @DRUG$ , Labrafil @DRUG$ - 1944CS , the M-2125CS , Labrasol , Gellucire 44/14 , , 767 d-alpha-tocopherol and mono- and di-fatty acid esters of non-ionic 300 , 400 , or 1750 ) , ethanol , insoluble lipids ( castor oil and corn oil , cottonseed oil , olive oil , 80 oil , peppermint oil oil safflower oil , sesame oil , soybean , , hydrogenated peanut oils , , soybean oil , , glycerin chain triglycerides of coconut oil glycol d-alpha-tocopherol seed , ) , organic liquids / semi-solids ( beeswax , palm oleic hydrogenated acid , medium- chain mono- and soy ) , ( cyclodextrins , alpha-cyclodextrin Softigen beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin oil and sulfobutylether - beta-cyclodextrin ) , and phospholipids various hydrogenated diglycerides phosphatidylcholine ( distearoylphosphatidylglycerol , , , L-alpha-dimyristoylphosphatidylglycerol ) .	A review of available oral and injectable formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2 - pyrrolidone , dimethylacetamide , and dimethylsulfoxide ) , non-ionic surfactants Cremophor EL , Cremophor 40 , Cremophor RH 60 , d-alpha-tocopherol polyethylene glycol succinate , polysorbate 20 , polysorbate 80 , Solutol HS 15 sorbitan monooleate , @DRUG$ Labrafil @DRUG$ - 1944CS M-2125CS , Labrasol , Gellucire 44/14 , 767 , and mono- and di-fatty acid esters of PEG 300 , 400 , 1750 ) water - insoluble lipids ( castor oil , corn oil , cottonseed oil , olive oil , peanut oil peppermint oil , safflower oil , sesame oil , soybean oil , hydrogenated vegetable oils , hydrogenated soybean oil , and medium- chain triglycerides of coconut oil and palm seed oil ) , organic liquids / semi-solids ( beeswax , d-alpha-tocopherol , oleic acid , medium- chain mono- and diglycerides ) , various cyclodextrins ( alpha-cyclodextrin , beta-cyclodextrin , hydroxypropyl- beta-cyclodextrin , and sulfobutylether - beta-cyclodextrin ) , and phospholipids ( hydrogenated soy phosphatidylcholine , distearoylphosphatidylglycerol , L-alpha-dimyristoylphosphatidylcholine , L-alpha-dimyristoylphosphatidylglycerol .	A review of commercially available oral and injectable solution formulations reveals that the solubilizing excipients include water - soluble organic solvents ( polyethylene glycol 300 , polyethylene glycol 400 , ethanol , propylene glycol , glycerin , N-methyl - 2	1
1	CONCLUSIONS: Our data confirm a ceiling effect of @DRUG$ but not @DRUG$ with respect to respiratory depression.	CONCLUSIONS : Our data confirm a ceiling effect of @DRUG$ but not @DRUG$ with respect to respiratory economic crisis .	CONCLUSIONS : Our data confirm but ceiling effect of @DRUG$ a not @DRUG$ with respect to respiratory depression .	CONCLUSIONS : Our data confirm a ceiling effect of @DRUG$ but not @DRUG$ with respect to respiratory depression .	@DRUG$ does not cause more respiratory depression than @DRUG$ at high doses.	0
0	The structures of these metabolites were elucidated, after TLC separation, by means of I.@DRUG$., N.@DRUG$.R. and mass spectrometry.	The bodily structure of these metabolite were elucidated , after TLC separation , by means of I.@DRUG$ . , N.@DRUG$ .R. and mass spectrometry .	The were of these metabolites structures elucidated , after TLC separation mass by means of I.@DRUG$ . , N.@DRUG$ .R. and , spectrometry .	The structures of these elucidated , after TLC separation , by means of I.@DRUG$ . , N.@DRUG$ .R. and mass spectrometry .	The structures of these metabolites were elucidated by means of I.@DRUG$ and N.@DRUG$.R. and mass spectrometry.	0
0	@DRUG$ @DRUG$ (DHEAS) is a hormone produced by the adrenal gland and is a precursor for both androgens and estrogens.	@DRUG$ @DRUG$ ( DHEAS ) is a internal secretion bring forth by the adrenal gland and is a precursor for both androgens and estrogens .	@DRUG$ @DRUG$ ( DHEAS ) is a hormone produced adrenal the by gland and both a precursor for is androgens and estrogens .	@DRUG$ @DRUG$ ( ) is a hormone produced by the adrenal gland is a precursor for both androgens and estrogens .	@DRUG$ is a hormone that is produced by the adrenal gland. @DRUG$ is a hormone that is a precursor for both androgens and estrogens.	0
0	The recommended dose of @DRUG$ in adults is 1500 mg/m(2) IV given over 2 hours on days 1, 3, and 5, repeated every 21 days; the recommended dose in pediatric patients is 650 mg/@DRUG$(2) IV given over 1 hour for 5 consecutive days, repeated every 21 days.	The recommended dose of @DRUG$ in grownup is 1500 mg / m ( 2 ) IV given over 2 hours on days 1 , trey , and 5 , repeated every twenty one days ; the recommended dose in pediatric patient role is 650 mg / @DRUG$ ( 2 ) IV given over 1  minutes for 5 serial days , repeated every twenty one days .	The recommended dose of @DRUG$ in adults is 1500 mg / m ( 2 days IV given over 2 hours on days 1 , 3 , ) 5 , repeated every 21 days 21 the recommended dose in pediatric ( is 650 mg / @DRUG$ ) 2 and every given over 1 hour for 5 consecutive patients , repeated IV ; days .	The recommended dose of @DRUG$ in adults is 1500 mg / m ( 2 ) IV given over 2 hours on days 1 , 3 and 5 , repeated every 21 days ; the recommended dose in pediatric patients is 650 mg / @DRUG$ ( 2 ) IV given over 1 hour for 5 consecutive days , repeated every 21 days .	The recommended dose of @DRUG$ in adults is 1500 mg / m ( 2 ) IV given over 2 hours on days 1 , 3 , and 5 , repeated every 21 days ; the recommended dose in pediatric patients is 650 mg / @DRUG$ ( 2 ) IV given over 1 hour for 5 consecutive	0
0	Nafarelin acetate is a gonadotropin-releasing hormone (@DRUG$) agonist proven as effective as @DRUG$ in treating endometriosis.	Nafarelin acetate is a gonadotropin-releasing hormone ( @DRUG$ ) agonist proven as effective as @DRUG$ in treating adenomyosis .	gonadotropin-releasing acetate is a Nafarelin hormone ( @DRUG$ ) agonist proven as effective as @DRUG$ in treating endometriosis .	Nafarelin acetate is a gonadotropin-releasing hormone ( @DRUG$ ) agonist proven as effective as @DRUG$ in treating endometriosis .	Nafarelin acetate is a drug that mimics the effects of a hormone called gonadotropin-releasing hormone ( @DRUG$ ), and this drug is proven to be just as effective as the hormone @DRUG$ in treating endometriosis .	0
0	EXPERIMENTAL DESIGN: DCE-MRI was used to monitor the dynamics of gadolinium-@DRUG$ coupled bovine serum albumin @DRUG$ a macromolecular contrast reagent to measure hemodynamic changes in HT-29 human colon xenografts in immunodeficient mice treated with PX-12.	EXPERIMENTAL DESIGN : DCE -MRI was used to supervise the dynamics of gadolinium - @DRUG$ coupled bovine serum albumen @DRUG$ a macromolecular contrast reagent to measure hemodynamic changes in HT - 29 human colon xenografts in immunodeficient mice care for with PX -  .	EXPERIMENTAL DESIGN : DCE -MRI PX used to in the dynamics changes gadolinium - @DRUG$ coupled bovine serum albumin @DRUG$ measure macromolecular contrast reagent to a hemodynamic of monitor HT - 29 human colon xenografts in immunodeficient mice treated with was - 12 .	EXPERIMENTAL DESIGN : DCE -MRI was used to monitor the dynamics of gadolinium @DRUG$ coupled bovine serum albumin @DRUG$ a macromolecular contrast to measure hemodynamic changes in HT - 29 human colon xenografts in immunodeficient mice treated with PX - 12	DCE -MRI was used to monitor the dynamics of gadolinium - @DRUG$ coupled bovine serum albumin @DRUG$ a macromolecular contrast reagent to measure hemodynamic changes in HT - 29 human colon xenografts in immunodeficient mice treated with P	0
0	"Due to its pharmacodynamic profile, sugammadex, in combination with rocuronium, may have the potential to displace @DRUG$ as the ""@DRUG$ standard"" muscle relaxant for rapid sequence induction."	" Due to its pharmacodynamic profile , sugammadex , in compounding with rocuronium , may have the possible to displace @DRUG$ as the " " @DRUG$ standard " " muscle relaxant for rapid sequence elicitation . "	" Due to its pharmacodynamic profile sequence sugammadex , in potential with rocuronium , may have the combination to displace @DRUG$ as " " the @DRUG$ standard " " muscle relaxant for rapid , induction . "	" to its pharmacodynamic profile sugammadex , in combination with rocuronium , may have potential to displace @DRUG$ as the " @DRUG$ standard " " muscle relaxant for rapid sequence induction "	Due to its pharmacodynamic profile, sugammadex, in combination with rocuronium, may have the potential to displace @DRUG$ as the "@DRUG$ standard" muscle relaxant for rapid sequence induction.	0
0	Optical resolution of the racemate 53 brought about a dramatic change in the pharmacological profile with (R)-53 exhibiting a strong affinity for both the @DRUG$ D(2) and @DRUG$ 5-HT(3) receptors, while the corresponding (S)-53 had a potent serotonin 5-HT(3) receptor binding affinity and a moderate dopamine D(2) receptor binding affinity.	Optical solving of the racemate 53 brought about a dramatic change in the pharmacological profile with ( R ) - 53 exhibiting a strong affinity for both the @DRUG$ D( 2 ) and @DRUG$ 5 - HT ( 3 ) receptors , while the corresponding ( due south ) - 53 had a potent serotonin 5 - HT ( 3 ) sense organ ski binding affinity and a centrist dopastat d ( 2 ) sense organ ski binding affinity .	Optical resolution of the racemate 53 brought S a dramatic change ) the pharmacological profile with ( R in - 53 exhibiting a strong affinity for both the @DRUG$ D( 2 ) and @DRUG$ 5 - HT ( 3 ) receptors , 5 the while ( about ) - 53 had a potent serotonin 3 - HT ( binding ) receptor corresponding affinity and a moderate dopamine D ( 2 ) receptor binding affinity .	Optical resolution of the racemate 53 brought about a dramatic in the pharmacological with ( R ) - 53 a strong affinity for both the @DRUG$ D( 2 ) and @DRUG$ 5 - ( 3 ) receptors , while the corresponding ( S ) - a potent serotonin 5 - HT ( 3 ) binding affinity and a moderate dopamine D ( 2 ) receptor affinity .	The ( R ) - form of the drug has a strong affinity for both the @DRUG$ D( 2 ) and @DRUG$ 5 - HT ( 3 ) receptors, while the corresponding ( S ) - form has a potent serotonin 5 - HT ( 3 ) receptor binding affinity and a moderate dopamine	0
0	Consumer demand for healthy food products provides an opportunity to develop lycopene-rich food as new functional foods, @DRUG$ well as food-grade and pharmaceutical-grade @DRUG$ as new nutraceutical products.	consumer demand for healthy food cartesian product provides an chance to develop lycopene- rich food as new functional foods , @DRUG$ well as food-grade and pharmaceutical - grade @DRUG$ as new nutraceutical cartesian product .	Consumer pharmaceutical for healthy food products provides an opportunity and develop lycopene- rich food - new functional foods , @DRUG$ well as food-grade to demand as grade @DRUG$ as new nutraceutical products .	Consumer demand for healthy food products an to develop lycopene- rich food as new functional foods , @DRUG$ well as food-grade and pharmaceutical - grade @DRUG$ as new nutraceutical products .	The demand for healthy food products provides an opportunity to develop lycopene-rich food products as well as food-grade and pharmaceutical-grade nutraceutical products.	1
0	In contrast to the increasing resistance of urinary pathogens to other beta-lactams particularly ampicillin/amoxycillin and to other UTI antibiotics such as trimethoprim and @DRUG$/sulphamethoxazole (@DRUG$/SMX), the level of resistance has remained on a low level.	in contrast to the increasing resistance of urinary pathogen to other beta-lactams particularly polycillin / amoxycillin and to other UTI antibiotics such as trimethoprim and @DRUG$ / sulphamethoxazole ( @DRUG$ / SMX ) , the level of resistance has stay on a low level .	In contrast to the increasing and of urinary pathogens to other beta-lactams particularly ampicillin / amoxycillin resistance to other UTI antibiotics such as trimethoprim and @DRUG$ / sulphamethoxazole ( @DRUG$ / SMX ) a the level low resistance has remained on of , level .	In contrast to the increasing resistance of urinary pathogens to other beta-lactams particularly ampicillin / and to other UTI antibiotics such as trimethoprim and @DRUG$ / sulphamethoxazole ( @DRUG$ / SMX ) , the level of has remained on a low level .	The level of resistance to @DRUG$ / sulphamethoxazole ( @DRUG$ / SMX ) has remained low, in contrast to the increasing resistance of urinary pathogens to other beta-lactams and to other UTI antibiotics.	0
0	BACKGROUND: The aim of our study was to establish whether one-week triple therapy regimen (omeprazole, @DRUG$, @DRUG$) with low dose (2 x 20 mg/day) or high dose omeprazole (2 x 40 mg/day) is more effective in curing H. pylori infection in patients with active duodenal ulcer disease.	scope : The aim of our study was to instal whether one - week triple therapy regimen ( omeprazole , @DRUG$ , @DRUG$ ) with low dose ( 2 ten 20 magnesium / clarence day ) or high dose omeprazole ( 2 ten 40 magnesium / clarence day ) is more effective in curing H. pylori infection in affected role with active duodenal ulcer disease .	in : The aim of our study active to establish day one - week triple therapy infection ( omeprazole , @DRUG$ , @DRUG$ ) with low dose ( 2 x 20 mg / day ) BACKGROUND high dose omeprazole ( 2 x duodenal mg / whether ) is more effective or curing H. pylori regimen in patients with was 40 ulcer disease .	BACKGROUND : The aim of our study to establish whether one week triple therapy regimen ( omeprazole , @DRUG$ , @DRUG$ ) with dose ( 2 x 20 mg / day ) or high dose omeprazole ( 2 x 40 mg / ) is in H. pylori infection in patients with active duodenal ulcer disease .	The study found that the high dose omeprazole regimen was more effective in curing H. pylori infection than the low dose omeprazole regimen.	1
1	The aim of this study was, therefore, to provide comparative binding characteristics of agonists (epinephrine, norepinephrine, isoproterenol, fenoterol, @DRUG$, salmeterol, terbutalin, formoterol, broxaterol) and antagonists (propranolol, alprenolol, atenolol, metoprolol, bisoprolol, carvedilol, @DRUG$, BRL 37344, CGP 20712, SR 59230A, CGP 12177, ICI 118551) at all three subtypes of human beta-adrenergic receptors in an identical cellular background.	The aim of this subject was , therefore , to provide comparative degree stick to characteristics of agonists ( epinephrine , noradrenaline , isoproterenol , fenoterol , @DRUG$ , salmeterol , terbutalin , formoterol , broxaterol ) and antagonists ( propranolol , alprenolol , tenormin , metoprolol , bisoprolol , carvedilol , @DRUG$ , BRL 37344 , CGP 20712 , strontium 59230A , CGP 12177 , ICI 118551 ) at all three subtypes of human beta-adrenergic receptors in an indistinguishable cellular desktop .	ICI ( of this and was , therefore , to ) comparative 59230A characteristics of agonists ( epinephrine , norepinephrine , of , fenoterol , @DRUG$ , salmeterol , bisoprolol , formoterol , broxaterol ) study antagonists aim propranolol , alprenolol , atenolol , metoprolol , terbutalin , carvedilol , @DRUG$ , BRL 37344 , CGP , 20712 SR binding , CGP 12177 , The 118551 provide at all three subtypes isoproterenol human beta-adrenergic receptors in an identical cellular background .	The of this study was , therefore , to provide comparative binding characteristics of ( epinephrine , norepinephrine , isoproterenol , fenoterol , @DRUG$ , salmeterol , terbutalin , formoterol , broxaterol ) and antagonists ( propranolol , , atenolol , metoprolol , bisoprolol , carvedilol , @DRUG$ BRL 37344 , CGP , 59230A CGP 12177 , ICI 118551 ) at all three of human beta-adrenergic in an cellular background .	The study found that @DRUG$ binds to beta-adrenergic receptors in a way that is very similar to the way that other agonists (such as epinephrine, norepinephrine, isoproterenol, and fenoterol) bind to these receptors. Additionally,	1
0	Thus, the purpose of this review is to synthesize the knowledge to date about @DRUG$ @DRUG$ a therapeutic option for coronaviruses, with a special focus on information relevant to the One Health community.	Thus , the purpose of this review is to synthesize the knowledge to date about @DRUG$ @DRUG$ a therapeutic option for coronaviruses , with a peculiar focus on information relevant to the One health biotic community .	to on the purpose of this community is Thus synthesize the knowledge to date about @DRUG$ @DRUG$ a therapeutic option for coronaviruses , with a special focus , information relevant to the One Health review .	Thus , the purpose of this review is to synthesize the knowledge to date about @DRUG$ @DRUG$ a therapeutic option coronaviruses , with a special focus on information relevant to Health community .	@DRUG$ is a potential therapeutic option for coronaviruses, and information about this relationship is relevant to the One Health community.	1
0	In high-grade NET there was higher uptake of (18)@DRUG$-FDG over (68)Ga-DOTATATE (median SUV 11.7 vs 4.4, @DRUG$ = .03).	indium high- grade NET there was mellow uptake of ( 18 ) @DRUG$ - FDG over (  ) Ga- DOTATATE ( median SUV 11.7 vs 4.4 , @DRUG$ = .03 ) .	In ) 4.4 NET there was higher uptake ) ( 18 high- @DRUG$ - FDG over ( 68 of Ga- DOTATATE ( median SUV 11.7 vs grade , @DRUG$ = .03 ) .	In high- grade NET there was higher uptake of ( 18 ) @DRUG$ - FDG over ( 68 ) Ga- DOTATATE ( median SUV 11.7 vs 4.4 , @DRUG$ = .03 ) .	In high- grade NET there was higher uptake of ( 18 ) @DRUG$ - FDG over ( 68 ) Ga- DOTATATE ( median SUV 11.7 vs 4.4 , @DRUG$ = .03 ) ."This means that in high- grade NET, there was	0
1	Conventional antiepileptics generally inhibit sodium currents (carbamazepine, phenobarbital, @DRUG$, valproate) or enhance GABA-ergic inhibition (benzodiazepines, phenobarbital, @DRUG$).	Conventional antiepileptics in the main inhibit sodium currents ( carbamazepine , phenobarbital , @DRUG$ , valproate ) or enhance gamma aminobutyric acid - ergic inhibition ( benzodiazepines , phenobarbital , @DRUG$ ) .	Conventional antiepileptics generally inhibit sodium currents ( carbamazepine , phenobarbital , @DRUG$ , valproate ) GABA enhance or - ergic inhibition ( benzodiazepines , phenobarbital , @DRUG$ ) .	Conventional antiepileptics generally inhibit sodium currents ( carbamazepine , phenobarbital , @DRUG$ , valproate ) or enhance GABA - ergic inhibition ( benzodiazepines , phenobarbital , @DRUG$ ) .	Conventional antiepileptics generally inhibit sodium currents ( carbamazepine , phenobarbital , @DRUG$ , valproate ) or enhance GABA - ergic inhibition ( benzodiazepines , phenobarbital , @DRUG$ ) ."Conventional antie	0
1	CONCLUSION: There was no statistically significant difference between one-week triple therapy regimen (omeprazole, @DRUG$, azithromycin) with high dose omeprazole (2 x 40 mg/day) and regimen with low dose omeprazole (2 x 20 @DRUG$/day) in curing H. pylori infection in patients with active duodenal ulcer disease.	CONCLUSION : There was no statistically significant difference of opinion between one- week triple therapy regimen ( omeprazole , @DRUG$ , zithromax ) with high dose omeprazole ( 2 adam 40 mg / day ) and regimen with scurvy dose omeprazole ( 2 adam 20 @DRUG$ / day ) in solidification H. pylori contagion in patients with active duodenal ulcer disease .	CONCLUSION : / was no statistically significant difference between one- week triple therapy regimen ( omeprazole 40 @DRUG$ in azithromycin ) mg high dose omeprazole ( 2 x , with / day ) and regimen with low dose omeprazole ( 2 x 20 @DRUG$ There day ) , infection H. pylori curing ulcer patients with active duodenal in disease .	CONCLUSION : There no statistically significant difference one- week triple therapy regimen ( omeprazole , @DRUG$ , azithromycin ) high dose omeprazole ( 2 x 40 mg / day ) and regimen with low dose omeprazole ( 2 x 20 @DRUG$ / day ) in curing H. pylori infection in patients with active duodenal ulcer disease .	There was no statistically significant difference between one- week triple therapy regimen ( omeprazole , @DRUG$ , azithromycin ) with high dose omeprazole ( 2 x 40 mg / day ) and regimen with low dose omeprazole ( 2 x 20 @DRUG$ /	0
0	The feed contained 38 mg of arsenic/kg corresponding to 133 @DRUG$ @DRUG$ (3-nitro-4-hydroxyphenylarsonic acid)/kg.	The feed moderate 38 mg of arsenic / kilo corresponding to 133 @DRUG$ @DRUG$ ( 3 - nitro-4-hydroxyphenylarsonic acid ) / kg.	The 133 contained 38 mg of arsenic / kg corresponding to acid @DRUG$ @DRUG$ ( 3 - nitro-4-hydroxyphenylarsonic feed ) / kg.	38 mg of arsenic / kg to 133 @DRUG$ @DRUG$ ( - nitro-4-hydroxyphenylarsonic acid ) / kg.	For every 133 mg of arsenic in the feed, there was 1 mg of 3-nitro-4-hydroxyphenylarsonic acid.	1
0	No clinically relevant differences in plasma pharmacokinetics of @DRUG$ and its active metabolite @DRUG$ were noted between Japanese and Caucasian adults or children.	No clinically relevant remainder in plasma pharmacokinetics of @DRUG$ and its active metabolite @DRUG$ were noted between Japanese and Caucasian adults or nipper .	No clinically relevant metabolite in plasma pharmacokinetics of @DRUG$ and its active between @DRUG$ were noted differences Japanese and Caucasian adults or children .	No clinically relevant differences in plasma pharmacokinetics of @DRUG$ and its active @DRUG$ noted Japanese and Caucasian adults or children .	There were no clinically significant differences in the way that @DRUG$ and its active metabolite @DRUG$ were absorbed, distributed, metabolized, or excreted in adults or children of different races.	0
0	These results suggest that the antiemetic effects of AS-8112 are centrally mediated via @DRUG$ D3 and @DRUG$(3) receptors in ferrets.	These results suggest that the antiemetic effects of every bit - 8112 are centrally intermediate via @DRUG$ D3 and @DRUG$ ( 3 ) receptors in ferrets .	These 8112 suggest that the antiemetic effects of ( - results are centrally mediated via @DRUG$ D3 and @DRUG$ AS 3 ) receptors in ferrets .	These results suggest that the effects of AS - 8112 are centrally mediated @DRUG$ D3 and @DRUG$ ( 3 ) receptors in ferrets .	The antiemetic effects of AS - 8112 are centrally mediated via @DRUG$ D3 and @DRUG$ receptors in ferrets .	0
0	To @DRUG$, two glyburide metabolites have been identified in maternal urine: namely, 4-trans-hydroxycyclohexyl glyburide and 3-cis-hydroxycyclohexyl @DRUG$.	To @DRUG$ , two glyburide metabolites have been identified in parental water : namely , 4- trans-hydroxycyclohexyl glyburide and 3-cis-hydroxycyclohexyl @DRUG$ .	To @DRUG$ , two maternal metabolites have been identified in glyburide urine : namely , 4- and glyburide trans-hydroxycyclohexyl 3-cis-hydroxycyclohexyl @DRUG$ .	To @DRUG$ , two glyburide metabolites have been identified in urine : namely , 4- trans-hydroxycyclohexyl glyburide and 3-cis-hydroxycyclohexyl @DRUG$ .	@DRUG$ is the parent compound, while 4- trans-hydroxycyclohexyl glyburide and 3-cis-hydroxycyclohexyl @DRUG$ are metabolites of glyburide.	0
0	Neonatal serum levels of magnesium (@DRUG$), calcium (Ca), phosphorus (P) and @DRUG$ (ALP) were reviewed.	neonatal serum levels of magnesium ( @DRUG$ ) , atomic number  ( Ca ) , phosphorus ( P ) and @DRUG$ ( ALP ) were reviewed .	Neonatal serum levels of magnesium ( @DRUG$ ALP , calcium ( Ca ) , phosphorus ( and ) P @DRUG$ ( ) ) were reviewed .	Neonatal serum levels of magnesium ( @DRUG$ ) , ( Ca ) , phosphorus ( P and @DRUG$ ( ALP ) were .	The levels of magnesium, calcium, phosphorus, and @DRUG$ were reviewed in neonatal serum.	1
0	AUTHORS' CONCLUSIONS: NRT, bupropion, @DRUG$ and @DRUG$ have been shown to improve the chances of quitting.	source ' finale : NRT , bupropion , @DRUG$ and @DRUG$ have been shown to improve the chances of quitting .	AUTHORS ' , : NRT , of CONCLUSIONS @DRUG$ and @DRUG$ have been shown to improve the chances bupropion quitting .	AUTHORS ' CONCLUSIONS : NRT , bupropion , @DRUG$ and @DRUG$ have been shown to improve the chances of quitting .	NRT, bupropion, @DRUG$, and @DRUG$ have all been shown to improve the chances of quitting.	0
0	Whereas CLt and CLr were similar for @DRUG$, CLt of p-cresol largely exceeded its CLr (@DRUG$<0.05).	Whereas CLt and CLr were similar for @DRUG$ , CLt of p-cresol for the most part exceeded its CLr ( @DRUG$ < 0.05 ) .	CLr CLt and Whereas were similar for @DRUG$ , largely of p-cresol CLt exceeded its CLr ( @DRUG$ < 0.05 ) .	Whereas and CLr were similar for @DRUG$ , CLt of p-cresol largely exceeded its CLr ( @DRUG$ < ) .	p-cresol had a much greater CLt than its CLr (@DRUG$ < 0.05).	1
0	3 XR9576 was shown to be a potent modulator of P-gp mediated [3H]-vinblastine and [3H]-@DRUG$ transport @DRUG$ it increased the steady-state accumulation of these cytotoxics in CHrB30 cells to levels observed in non-P-gp-expressing AuxB1 cells (EC50 = 487+/-50 nM).	3 XR9576 was shown to be a potent modulator of P- gp arbitrate [ 3H ] - velban and [ 3H ] - @DRUG$ transport @DRUG$ it increase the steady -state accumulation of these cytotoxics in CHrB30 cells to levels ascertained in non-P-gp-expressing AuxB1 cells ( EC50 = 487+/-50 nanometre ) .	steady XR9576 was shown to be a potent modulator of P- 3 mediated [ 3H ] - vinblastine and [ of ] - @DRUG$ transport @DRUG$ it increased the gp in accumulation 3H these cytotoxics -state CHrB30 cells 487+/-50 levels observed in non-P-gp-expressing AuxB1 cells ( EC50 = to nM ) .	3 XR9576 was shown to be a potent modulator of P- gp [ 3H ] - vinblastine and [ 3H ] - @DRUG$ transport @DRUG$ increased the steady -state accumulation of these in CHrB30 cells to levels observed in non-P-gp-expressing AuxB1 cells ( = 487+/-50 nM ) .	3 XR9576 was shown to be a potent modulator of P- gp mediated [ 3H ] - vinblastine and [ 3H ] - @DRUG$ transport @DRUG$ it increased the steady -state accumulation of these cytotoxics in CHrB30 cells to	0
1	Phenanthrene opioids with an oxygen bridge between C4 and C5, such as @DRUG$ and naloxone (group I), did not block norepinephrine or serotonin uptake, whereas phenanthrene opioids without the oxygen bridge and the C6-OH moiety, such as levorphanol and levomethorphan (group II), did inhibit uptake, as did nonphenanthrene opioids, such as d-propoxyphene and @DRUG$ (group III).	Phenanthrene opioids with an o bridge between C4 and C5 , such as @DRUG$ and narcan ( group ane ) , did not block norepinephrine or  hydroxytryptamine consumption , whereas phenanthrene opioids without the o bridge and the C6 - ohio moiety , such as levorphanol and levomethorphan ( group II ) , did inhibit consumption , as did nonphenanthrene opioids , such as d-propoxyphene and @DRUG$ ( group leash ) .	Phenanthrene opioids with an oxygen bridge or C4 and C5 , phenanthrene as @DRUG$ and naloxone ( group I the and did not block norepinephrine moiety and uptake , whereas such opioids without the oxygen such and ) C6 - OH between , such as levorphanol , levomethorphan ( group II ) , did inhibit uptake , as did nonphenanthrene opioids , bridge as d-propoxyphene serotonin @DRUG$ ( group III ) .	Phenanthrene opioids with an oxygen bridge between C4 C5 , such as @DRUG$ and naloxone ( group ) , did not block norepinephrine or serotonin uptake , whereas phenanthrene opioids without the oxygen bridge and the C6 - OH moiety , as levorphanol and ( group II ) , did inhibit uptake , as did nonphenanthrene opioids , such as d-propoxyphene and @DRUG$ group III )	Group I phenanthrene opioids, such as @DRUG$ and naloxone, did not block norepinephrine or serotonin uptake, whereas group II phenanthrene opioids, such as levorphanol and levomethorphan, did inhibit uptake, as did nonphenanthrene opioids	1
0	Median bradykinin concentration was 7-fold above the norm during acute attacks at 48.5 pmol/L and decreased to 18.0 pmol/@DRUG$ 4 hours after @DRUG$ infusion or injection.	Median bradykinin concentration was septenary - close above the norm during acute flack at 48.5 pmol / L and decreased to 18.0 pmol / @DRUG$ 4 hours after @DRUG$ infusion or injection .	concentration bradykinin Median was 7 - fold above the acute during / attacks at 48.5 pmol / L and decreased to 18.0 pmol norm @DRUG$ 4 hours after @DRUG$ infusion or injection .	Median bradykinin concentration was fold above the norm during acute attacks at 48.5 pmol / L and decreased to 18.0 pmol / @DRUG$ 4 hours after @DRUG$ infusion or injection .	The median bradykinin concentration was seven times higher during acute attacks than it was four hours after @DRUG$ infusion or injection.	1
0	These compounds fall into six categories: nucleoside reverse transcriptase inhibitors (NRTIs: zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine); nucleotide reverse transcriptase inhibitors (NtRTIs: tenofovir); non-nucleoside reverse transcriptase inhibitors (NNRTIs: nevirapine, delavirdine, @DRUG$ and etravirine); protease inhibitors (PIs: saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir); cell entry inhibitors [fusion inhibitors (FIs: @DRUG$) and co-receptor inhibitors (CRIs: maraviroc)]; and integrase inhibitors (INIs: raltegravir).	These compounds shine into six category : nucleoside reverse rna polymerase inhibitors ( NRTIs : zidovudine , ddi , dideoxycytosine , stavudine , tc , abacavir and emtricitabine ) ; nucleotide reverse rna polymerase inhibitors ( NtRTIs : tenofovir ) ; non-nucleoside reverse rna polymerase inhibitors ( NNRTIs : nevirapine , rescriptor , @DRUG$ and etravirine ) ; protease inhibitors ( PIs : invirase , ritonavir , crixivan , viracept , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ) ; cell debut inhibitors [ fusion inhibitors ( FIs : @DRUG$ ) and co-receptor inhibitors ( CRIs : maraviroc ) ] ; and integrase inhibitors ( INIs : raltegravir ) .	transcriptase compounds fall into indinavir categories : nucleoside reverse transcriptase inhibitors ( NRTIs : zidovudine fosamprenavir didanosine , , , stavudine , lamivudine , abacavir and emtricitabine lopinavir ; nucleotide reverse These inhibitors ( NtRTIs : tenofovir ) ; non-nucleoside reverse zalcitabine inhibitors ( NNRTIs : nevirapine , delavirdine , @DRUG$ and etravirine ) ; protease inhibitors ( PIs CRIs saquinavir , ritonavir integrase six , : , amprenavir , ) , atazanavir ) , , tipranavir and darunavir ) ; cell entry inhibitors [ fusion inhibitors ( FIs : @DRUG$ , and co-receptor inhibitors ( nelfinavir : maraviroc ) ] ; and transcriptase inhibitors ( INIs : raltegravir ) .	compounds fall into six categories : nucleoside reverse transcriptase inhibitors ( NRTIs : zidovudine , didanosine , zalcitabine , , lamivudine , abacavir and emtricitabine ) ; nucleotide reverse transcriptase inhibitors ( NtRTIs : tenofovir ) ; non-nucleoside reverse transcriptase inhibitors ( NNRTIs : nevirapine , delavirdine , @DRUG$ and etravirine ) ; protease inhibitors PIs : saquinavir , ritonavir , indinavir , nelfinavir , amprenavir , atazanavir , fosamprenavir , and darunavir ) ; cell entry inhibitors fusion inhibitors ( FIs : @DRUG$ ) and co-receptor inhibitors ( CRIs : maraviroc ) ] ; and integrase inhibitors ( INIs : raltegravir ) .	@DRUG$ is a type of drug known as a non-nucleoside reverse transcriptase inhibitor (NNRTI), while @DRUG$ is a type of drug known as a protease inhibitor (PI).	0
1	@DRUG$ (DOX) differs from @DRUG$ (DNR) only by a single hydroxyl group.	@DRUG$ ( DOX ) differs from @DRUG$ ( DNR ) only by a unity hydroxyl group .	@DRUG$ ( DOX ) differs from @DRUG$ ( DNR ) hydroxyl by a single only group .	@DRUG$ ( DOX ) differs from @DRUG$ ( DNR ) only by a single hydroxyl group .	@DRUG$ is a modified form of @DRUG$, differing from DRUGB only by a single hydroxyl group.	0
1	@DRUG$ acts as a potent, reversible and noncompetitive antagonist of the @DRUG$ receptor coupled ion flow.	@DRUG$ acts as a potent , two sided and noncompetitive antagonist of the @DRUG$ receptor coupled ion flow .	@DRUG$ acts coupled a potent , reversible and noncompetitive antagonist of the @DRUG$ receptor as ion flow .	@DRUG$ acts a potent , reversible and noncompetitive antagonist of @DRUG$ receptor coupled ion flow .	@DRUG$ blocks the effects of @DRUG$ by preventing it from binding to the receptor on the cell surface.	0
1	It has been observed that amifostine possibly enhances the anti-tumor effect of carboplatin, nitrogen mustard, melphalan, and @DRUG$ combined with 5-FU or @DRUG$.	It has been follow that amifostine mayhap enhances the anti-tumor effect of carboplatin , nitrogen mustard , melphalan , and @DRUG$ combined with 5 - FU or @DRUG$ .	It has been observed that amifostine possibly enhances the anti-tumor effect combined carboplatin , nitrogen mustard , 5 , and @DRUG$ of with melphalan - FU or @DRUG$ .	It been that amifostine possibly enhances anti-tumor effect of carboplatin , nitrogen , , and @DRUG$ combined with 5 - FU or @DRUG$ .	It has been observed that amifostine possibly enhances the anti-tumor effect of carboplatin, nitrogen mustard, melphalan, and @DRUG$ combined with 5-FU or @DRUG$.	0
0	Intracellular content of hypoxia inducible factors -1, -2, and -3, thioredoxin-1 and poly-ADP-@DRUG$ polymerase assessed in permeabilized CD34+ cells with fluorophore-conjugated antibodies were twice @DRUG$ high in all post- versus pre-treatment samples with no significant differences between 2.0 and 2.5 ATA protocols.	Intracellular content of hypoxia inducible factors - unity , - 2 , and - ternary , thioredoxin - unity and poly -ADP - @DRUG$ polymerase assessed in permeabilized CD34 + cells with fluorophore - conjugated antibodies were doubly @DRUG$ high in all post - versus pre-treatment sampling with no meaning differences between 2.0 and 2.5 ATA protocols .	Intracellular content pre-treatment hypoxia no factors - 1 , , fluorophore - and - 3 , thioredoxin - 1 and poly -ADP - @DRUG$ polymerase assessed in permeabilized CD34 + cells with 2 - conjugated antibodies were of @DRUG$ high in all post - versus twice samples with inducible significant differences between 2.0 and 2.5 ATA protocols .	Intracellular content of hypoxia factors - 1 , - 2 , and - 3 , thioredoxin - and poly -ADP - @DRUG$ polymerase assessed in CD34 + with fluorophore - conjugated antibodies were twice @DRUG$ high in all post - versus pre-treatment samples with no significant differences 2.0 and 2.5 ATA protocols .	The intracellular content of hypoxia inducible factors - 1, - 2, and - 3, thioredoxin - 1, and poly -ADP - @DRUG$ polymerase was twice as high in all post - versus pre-treatment samples, with no significant differences between	1
0	Mean triglycerides concentration in L-T/DHEA-S group was significantly higher than in L-T and L-DHEA-S groups (respectively: 188.2 +/- 13.3 mg/dl, 161.7 +/- 14.7 mg/dl and 152.2 +/- 12.8 mg/dl (mean +/- SD; @DRUG$ < 0.02 vs. L-T and L-@DRUG$-S groups).	mean value triglyceride concentration in L-T/ DHEA -S group was significantly higher than in L-T and L-DHEA -S groups ( respectively : 188.2 +/- 13.3 mg/dl , 161.7 +/- 14.7 magnesium / decilitre and 152.2 +/- 12.8 magnesium / decilitre ( mean +/- coyote state ; @DRUG$ < 0.02 vs. L-T and L-@DRUG$ -S groups ) .	Mean triglycerides concentration in L-T/ DHEA +/- group was L-T higher than in L-T and L-DHEA -S groups ( ; : 188.2 +/- 13.3 mg/dl , 161.7 0.02 14.7 mg dl dl and 152.2 -S 12.8 mg / / ( mean +/- SD respectively @DRUG$ < +/- vs. significantly and L-@DRUG$ -S groups ) .	Mean triglycerides concentration in L-T/ DHEA -S group was significantly higher than in L-T and L-DHEA -S groups ( respectively : 188.2 +/- 13.3 mg/dl , 161.7 +/- mg / and +/- 12.8 mg / dl ( mean +/- SD ; < 0.02 L-T and L-@DRUG$ -S groups ) .	The mean triglycerides concentration in the L-T/ DHEA -S group was significantly higher than in the L-T and L-DHEA -S groups (respectively: 188.2 +/- 13.3 mg/dl, 161.7 +/- 14.7 mg / d	1
0	Small molecules @DRUG$ well as complexes ionophore-@DRUG$+2 or Cu+2 were found to inhibit the acetylation reaction and induced phenotypic conversion to susceptibility in bacteria harboring the aac(6')-Ib gene.	Small molecules @DRUG$ well as complexes ionophore - @DRUG$ + 2 or Cu +2 were found to curb the acetylation response and induced phenotypic conversion to susceptibleness in bacterium harboring the aac ( 6 ' ) - Ib gene .	Small molecules @DRUG$ well as complexes ionophore to @DRUG$ + 2 or Cu +2 were found to inhibit the acetylation reaction 6 induced and conversion bacteria susceptibility in - harboring the aac ( phenotypic ' ) - Ib gene .	Small molecules @DRUG$ well as complexes ionophore - @DRUG$ + 2 or Cu +2 were found to inhibit the acetylation reaction and induced phenotypic conversion susceptibility in bacteria harboring the aac ( 6 ' - Ib gene .	Small molecules @DRUG$ and complexes ionophore - @DRUG$ + 2 or Cu +2 were found to inhibit the acetylation reaction and induced phenotypic conversion to susceptibility in bacteria harboring the aac ( 6 ' ) - Ib gene .	0
1	As far as mortality was concerned, @DRUG$ was the least toxic drug, followed by @DRUG$, whereas imipramine was most toxic; these differences being in agreement with the LD50 values reported in rats by the i.v. route.	a far as mortality rate was concerned , @DRUG$ was the least toxic drug , followed by @DRUG$ , whereas imipramine was most toxic ; these differences being in agreement with the LD50 value reported in strikebreaker by the i.v. route .	As far as mortality was concerned , @DRUG$ was the rats toxic drug , followed by @DRUG$ , whereas imipramine route most toxic ; these differences being agreement i.v. with the LD50 values reported in least by the in was .	As far as mortality was concerned , @DRUG$ was least toxic drug , followed by @DRUG$ , whereas imipramine most toxic ; these differences being in agreement with the values reported in rats the i.v. route .	@DRUG$ is less toxic than @DRUG$, and imipramine is the most toxic.	0
0	Comet assay found significant differences (p < 0.01) in the distributions of DNA damage grades between the negative controls and groups treated in vitro with 0.05, 0.1, 0.2 and 0.5 mg @DRUG$(-1) of imidacloprid and 5, 25, 50 and 100 @DRUG$ l(-1) of RH-5849, respectively.	comet assay found significant differences ( p < 0.01 ) in the dispersion of deoxyribonucleic acid damage grades between the minus controls and grouping treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 mg @DRUG$ ( - 1 ) of imidacloprid and 5 , 25 , 50 and 100 @DRUG$ l ( - 1 ) of RH - 5849 , severally .	Comet groups - significant differences ( p < ) ) in with distributions of DNA damage grades between the negative controls and assay treated in vitro the 0.05 , imidacloprid , 0.2 and 0.5 mg @DRUG$ ( found 1 ) of 0.1 and 5 , and , 50 25 100 @DRUG$ l ( - 1 0.01 of RH - 5849 , respectively .	Comet assay found differences ( p < ) in the distributions damage grades between negative controls and groups treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 mg @DRUG$ ( - ) of imidacloprid and 5 , 25 , and 100 @DRUG$ l ( - 1 ) of RH - 5849 , respectively .	The comet assay found significant differences ( p < 0.01 ) in the distributions of DNA damage grades between the negative controls and groups treated in vitro with 0.05 , 0.1 , 0.2 and 0.5 mg @DRUG$ ( - 1 ) of imidacloprid and	1
0	Among several bacterial species belonging to the general Gordonia, Mycobacterium, Micromonospora, Pseudomonas, and Rhodococcus, only two mycobacterial isolates, Mycobacterium fortuitum strain NF4 and the new isolate Mycobacterium ratisbonense strain SD4, which was isolated from a sewage treatment plant, were capable of utilizing the multiply branched hydrocarbon squalane (2,6,10,15,19, 23-@DRUG$) and its analogous unsaturated hydrocarbon squalene @DRUG$ the sole carbon source for growth.	Among several bacterial species belong to to the general Gordonia , Mycobacterium , Micromonospora , Pseudomonas , and Rhodococcus , only two mycobacterial isolates , Mycobacterium fortuitum strain NF4 and the unexampled insulate Mycobacterium ratisbonense strain SD4 , which was separated from a sewage treatment plant , were capable of utilise the multiply branched hydrocarbon squalane ( 2,6,10,15,19 , 23 - @DRUG$ ) and its analogous unsaturated hydrocarbon squalene @DRUG$ the sole carbon germ for increase .	Among several carbon species belonging to the ( Gordonia , Mycobacterium , Micromonospora , Pseudomonas , and Rhodococcus , only two mycobacterial isolates , Mycobacterium fortuitum strain NF4 and the was isolate Mycobacterium were strain hydrocarbon , which new ratisbonense from a sewage treatment plant , isolated ) of utilizing the multiply branched SD4 squalane general 2,6,10,15,19 , 23 - @DRUG$ capable and its analogous unsaturated hydrocarbon squalene @DRUG$ the sole bacterial source for growth .	Among several bacterial species belonging the general Gordonia , Mycobacterium , Micromonospora , Pseudomonas , and Rhodococcus two mycobacterial isolates , Mycobacterium fortuitum strain NF4 and isolate Mycobacterium ratisbonense strain SD4 , which was isolated a sewage treatment plant , were capable of utilizing the branched hydrocarbon squalane ( 2,6,10,15,19 23 - @DRUG$ ) and its analogous unsaturated hydrocarbon squalene @DRUG$ the sole source for growth .	Only two mycobacterial isolates were capable of utilizing the multiply branched hydrocarbon squalane ( 2,6,10,15,19 , 23 - @DRUG$ ) and its analogous unsaturated hydrocarbon squalene @DRUG$ the sole carbon source for growth .	0
0	This study has explored the use of lipid-based formulations to enhance the oral bioavailability of the poorly @DRUG$-soluble drug anethol trithione (@DRUG$), and compared the performance of different formulations.	This study has explored the use of lipid-based formulations to enhance the viva bioavailability of the poorly @DRUG$ - soluble drug anethol trithione ( @DRUG$ ) , and liken the public presentation of different formulations .	This anethol has ) the use of lipid-based formulations to enhance the oral bioavailability of the the @DRUG$ - soluble drug study trithione ( @DRUG$ explored , and compared poorly performance of different formulations .	This study has explored use of lipid-based formulations to enhance the bioavailability of the poorly @DRUG$ - soluble drug anethol trithione ( @DRUG$ ) , and compared the performance of different formulations .	This study has explored the use of lipid-based formulations to enhance the oral bioavailability of the poorly soluble drug anethol trithione (@DRUG$), and compared the performance of different formulations.	1
0	These include anti-amyloid antibodies, active immunisation, selective secretase inhibitors and modulators, microtubule stabilisers (e.g., paclitaxel), R-flurbiprofen, @DRUG$, ONO-2506, FK962 (@DRUG$ releaser), SGS 742 (GABA(B) antagonist), TCH 346 (apoptosis inhibitor), Alzhemedtrade mark, phophodiesterase inhibitors, rosiglitazone, leuprolide, interferons, metal-protein attenuating compounds (e.g., PBT2), CX717, rasagaline, huperzine A, antioxidants and memantine.	These include anti-amyloid antibodies , active immunisation , selective secretase inhibitor and modulators , microtubule stabilisers ( e.g. , paclitaxel ) , R-flurbiprofen , @DRUG$ , ONO - 2506 , FK962 ( @DRUG$ releaser ) , SGS 742 ( GABA ( B ) opposer ) , TCH 346 ( programmed cell death inhibitor ) , Alzhemedtrade chump , phophodiesterase inhibitor , rosiglitazone , leuprolide , interferon , alloy - protein rarefy combine ( e.g. , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidants and memantine .	These include anti-amyloid antibodies , active immunisation , selective secretase inhibitors and modulators , microtubule stabilisers ( e.g. , paclitaxel attenuating , R-flurbiprofen , @DRUG$ , ONO - , , FK962 ( @DRUG$ releaser ) , SGS , ( protein ( B ) antagonist ) , TCH 346 ( apoptosis inhibitor ) , Alzhemedtrade mark , phophodiesterase inhibitors , rosiglitazone , leuprolide rasagaline interferons ) metal - GABA ) compounds ( e.g. , PBT2 742 , CX717 2506 , , huperzine A , memantine and antioxidants .	These include anti-amyloid antibodies , active immunisation , secretase inhibitors and modulators , microtubule stabilisers ( e.g. , paclitaxel , R-flurbiprofen , @DRUG$ , ONO - 2506 , FK962 @DRUG$ releaser , SGS 742 ( GABA ( B antagonist ) , TCH 346 ( apoptosis inhibitor , Alzhemedtrade mark , phophodiesterase inhibitors , rosiglitazone , leuprolide , interferons , metal - protein attenuating compounds ( e.g. , PBT2 ) , CX717 , rasagaline , huperzine A , antioxidants and memantine .	@DRUG$ is a drug that is used to treat Alzheimer's disease, while @DRUG$ is a drug that is used to release DRUGA from the brain.	0
1	The clinical effects of @DRUG$ and buprenorphine/naloxone are similar and most patients can be treated initially with and maintained on a daily buprenorphine/naloxone dose of 4:1-24:6 @DRUG$.	The clinical effects of @DRUG$ and buprenorphine / narcan are similar and most patient can be treated initially with and maintained on a day to day buprenorphine / narcan dose of 4:1-24:6 @DRUG$ .	The clinical effects of @DRUG$ be buprenorphine of naloxone are similar and most naloxone can and treated initially with and maintained on a daily buprenorphine / patients dose / 4:1-24:6 @DRUG$ .	clinical effects of @DRUG$ and buprenorphine / are similar and most patients can treated initially with and maintained on a daily buprenorphine / naloxone dose of 4:1-24:6 @DRUG$ .	The clinical effects of @DRUG$ and buprenorphine / naloxone are similar, and most patients can be treated initially with and maintained on a daily buprenorphine / naloxone dose of 4:1-24:6 @DRUG$ .	0
0	RESULTS: Most of the isolates of S. pyogenes collected during 1995-99 were susceptible to @DRUG$ (93.8%), erythromycin (90.4%), clarithromycin (93.2%), roxithromycin (91.8%), azithromycin (88.4%), josamycin (94.5%), and @DRUG$ (94.5%).	RESULTS : about of the sequester of S. pyogenes pull together during 1995 -  were susceptible to @DRUG$ ( 93.8 % ) , ethril ( 90.4 % ) , clarithromycin ( 93.2 % ) , roxithromycin ( 91.8 % ) , zithromax ( 88.4 % ) , josamycin ( 94.5 % ) , and @DRUG$ ( 94.5 % ) .	RESULTS : Most of the isolates of S. ( collected during 1995 - , were azithromycin to @DRUG$ pyogenes 93.8 % ) , erythromycin ( 90.4 % ) ( clarithromycin ( 93.2 % ) , roxithromycin % 91.8 % ) 99 susceptible ( 88.4 ( 94.5 , josamycin , 94.5 % ) , and @DRUG$ ( ) % ) .	RESULTS : Most of the isolates of S. pyogenes collected during 1995 - 99 were to @DRUG$ ( % ) , erythromycin ( 90.4 % ) , clarithromycin ( 93.2 % ) , roxithromycin ( 91.8 % ) , azithromycin 88.4 % ) , josamycin ( % ) and @DRUG$ ( 94.5 % ) .	93.8% of the isolates of S. pyogenes collected during 1995 - 99 were susceptible to @DRUG$, erythromycin, clarithromycin, roxithromycin, azithromycin, josamycin, and @DRUG$.	0
1	@DRUG$, however, inhibited the metabolism of @DRUG$ and 183C91, increasing the mean C(max) by 16 and 50%, respectively, and increasing the mean AUC by 48 and 105%, respectively.	@DRUG$ , however , inhibited the metabolism of @DRUG$ and 183C91 , increasing the mingy C( max ) by 16 and 50 % , severally , and increasing the mingy AUC by forty eight and 105 % , severally .	@DRUG$ , however , inhibited the metabolism of @DRUG$ and 183C91 , increasing the mean C( max ) , 16 and respectively % by respectively , and 105 the mean AUC by 48 and increasing % , 50 .	@DRUG$ , however , inhibited the metabolism of @DRUG$ and 183C91 , increasing mean C( max ) by 16 and 50 % , respectively , and increasing the mean AUC by and 105 % , respectively .	@DRUG$ inhibited the metabolism of @DRUG$ and 183C91, increasing the mean C(max) by 16 and 50%, respectively, and increasing the mean AUC by 48 and 105%, respectively.	0
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, @DRUG$, amidoamine, ethylenediamine, benzocaine, p-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, mercaptobenzothiazole, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and @DRUG$.	During the same period of discipline , there were significant lessen in favorableness rates to neomycin , perfume mix I , methanal , thiuram mix , cinnamic aldehyde , propylene glycol , epoxy glue resin , @DRUG$ , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol methanal resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide methanal resin , budesonide , disperse depressed 106 , mercapto mix , and @DRUG$ .	During , same period of study , there were , decreases , positivity rates to neomycin , fragrance mix I , formaldehyde , thiuram mix in cinnamic aldehyde , betaine glycol , epoxy , the @DRUG$ , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol formaldehyde propylene , dimethylol dimethyl hydantoin , cocamidopropyl resin , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin significant budesonide resin disperse blue 106 , mercapto mix , and @DRUG$ .	the period of study there were significant decreases in positivity to neomycin , fragrance mix I , formaldehyde , thiuram mix , cinnamic aldehyde , propylene glycol , epoxy resin , @DRUG$ , amidoamine , ethylenediamine , benzocaine , butylphenol formaldehyde resin , dimethylol dimethyl hydantoin cocamidopropyl betaine , glutaraldehyde , mercaptobenzothiazole , tosylamide formaldehyde resin , budesonide , disperse blue 106 , mercapto mix , and @DRUG$ .	There were significant decreases in positivity rates to neomycin, fragrance mix I, formaldehyde, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, @DRUG$, amidoamine, ethylenediamine, benzocaine,	1
1	Various risk factors such as medical comorbidities, use or abuse of supratherapeutic doses of @DRUG$, and concomitant administration of proconvulsant serotonergic cytochrome P-450 inhibitors will help clinicians identify individuals at an elevated risk for @DRUG$ toxicity and seizures.	Various risk factors such as medical comorbidities , utilise or abuse of supratherapeutic doses of @DRUG$ , and resultant administration of proconvulsant serotonergic cytochrome P-450 inhibitor will help clinician identify individuals at an elevated risk for @DRUG$ toxicity and seizures .	risk , factors such as medical comorbidities Various use or abuse cytochrome supratherapeutic doses of @DRUG$ , and concomitant proconvulsant of administration serotonergic of P-450 inhibitors will help clinicians identify individuals at an elevated risk for @DRUG$ toxicity and seizures .	Various risk factors such as medical comorbidities , use or abuse of supratherapeutic doses of @DRUG$ , and concomitant of serotonergic cytochrome P-450 help clinicians identify individuals at an elevated risk for @DRUG$ toxicity and seizures .	If someone has any medical conditions, takes too much of @DRUG$, or takes it with other drugs that can cause seizures, they are at a higher risk for seizures from @DRUG$.	0
0	"The spatial and temporal regulation of cardiac signalling is made possible by the formation of macromolecular ""signalosomes"", which often include a @DRUG$ effector, such @DRUG$ PKA, its substrate, PDE4 and an anchoring protein such as an AKAP."	" The spatial and worldly regularization of cardiac signalling is made potential by the formation of macromolecular " " signalosomes " " , which often admit a @DRUG$ effector , such @DRUG$ PKA , its substrate , PDE4 and an anchoring protein such as an AKAP . "	The " spatial and temporal by of cardiac signalling is formation possible regulation the made of macromolecular " " signalosomes " " , which often such a @DRUG$ effector , include @DRUG$ PKA , its substrate , PDE4 and an anchoring protein such as an AKAP . "	" The spatial regulation cardiac signalling is made possible by the formation of macromolecular " " signalosomes " " , which often @DRUG$ effector , such @DRUG$ PKA substrate , PDE4 and anchoring protein such as an AKAP . "	 @DRUG$ and @DRUG$ work together to regulate cardiac signalling. DRUGA is an effector of DRUGB, and PKA is a substrate of DRUGA. PDE4 is also involved in this process. An anchoring protein, such as an AKAP, helps to	0
0	In @DRUG$-induced and electrical stimulation-induced K+ efflux from the salivary gland, inhibitory effects (IC50) of imidafenacin, propiverine, @DRUG$, oxybutynin and darifenacin might be closely related to those for the M3 receptor in the ileum.	In @DRUG$ - induced and electric stimulation - induced K+ efflux from the salivary gland , repressing effects ( IC50 ) of imidafenacin , propiverine , @DRUG$ , oxybutynin and darifenacin mightiness be closely related to those for the m receptor in the ileum .	In @DRUG$ - induced be electrical stimulation - induced K+ efflux IC50 the salivary gland , inhibitory effects ( from ) of imidafenacin , propiverine , @DRUG$ , oxybutynin and darifenacin might the closely related to those for in M3 receptor and the ileum .	In @DRUG$ - induced and stimulation - induced K+ efflux from the salivary gland , inhibitory effects IC50 ) imidafenacin , propiverine , @DRUG$ , oxybutynin and darifenacin might be closely related to those for the M3 receptor the ileum .	The inhibitory effects of imidafenacin, propiverine, @DRUG$, oxybutynin, and darifenacin on K+ efflux from the salivary gland might be related to their effects on the M3 receptor in the ileum.	1
1	Other antiplatelet agents (@DRUG$, ticlopidine, clopidogrel, dipyridamole, orally administered IIb/IIIa inhibitors) have no clear advantages over aspirin and in some cases definite disadvantages; the combination of @DRUG$ and dipyridamole may be more efficacious than aspirin alone, but the evidence hinges on a single trial.	other antiplatelet agents ( @DRUG$ , ticlopidine , clopidogrel , dipyridamole , orally administered IIb / IIIa inhibitors ) have no acquit advantages over aspirin and in some cases definite disadvantage ; the combination of @DRUG$ and dipyridamole may be more efficacious than aspirin alone , but the evidence hinge on a unmarried trial .	orally antiplatelet agents ( @DRUG$ , ticlopidine , clopidogrel , dipyridamole , Other administered be definite IIIa inhibitors the have no clear advantages over aspirin and in some cases / disadvantages ; the combination of @DRUG$ and dipyridamole may IIb alone efficacious than aspirin more , but ) evidence hinges on a single trial .	Other antiplatelet agents ( @DRUG$ , ticlopidine , clopidogrel , dipyridamole , orally administered IIb / inhibitors have no clear advantages over aspirin and in some cases definite disadvantages ; the combination of @DRUG$ and dipyridamole may be more efficacious than aspirin alone , but the evidence hinges on a single trial .	Other antiplatelet agents (@DRUG$, ticlopidine, clopidogrel, dipyridamole, orally administered IIb/IIIa inhibitors) have no clear advantages over aspirin and in some cases definite disadvantages; the combination of @DRUG$ and dipyrid	0
0	The clearance of @DRUG$ based on anti-Xa activity ranged from 1.14 to 2.04 @DRUG$/hr.	The clearance of @DRUG$ based on anti-Xa body process ranged from 1.14 to 2.04 @DRUG$ / hr.	The clearance of @DRUG$ based on anti-Xa activity ranged from 1.14 2.04 to @DRUG$ / hr.	clearance of @DRUG$ based on anti-Xa activity ranged from 1.14 to 2.04 @DRUG$ / hr.	For every 1.14 to 2.04 units of @DRUG$ removed, 1 unit of @DRUG$ is also removed.	0
0	FINDINGS: 672, 676, and 610 patients completed in the placebo, 30 @DRUG$ dapoxetine, and 60 mg @DRUG$ groups, respectively.	FINDINGS : 672 , 676 , and 610 patients completed in the placebo ,  @DRUG$ dapoxetine , and 60 atomic number  @DRUG$ groups , respectively .	: 672 FINDINGS , 676 , and 610 patients completed in the placebo , 30 @DRUG$ dapoxetine , and 60 mg @DRUG$ groups , respectively .	FINDINGS : 672 , 676 , and 610 patients completed in the placebo , @DRUG$ dapoxetine , 60 mg @DRUG$ groups , .	672 patients completed in the placebo group, 30 @DRUG$ dapoxetine, and 60 mg @DRUG$ groups, respectively.	0
0	INTERPRETATION: @DRUG$ restored dystrophin in the 30 and 50 @DRUG$/kg/wk cohorts, and in subsequently treated, placebo-controlled subjects.	INTERPRETATION : @DRUG$ restored dystrophin in the thirty and 50 @DRUG$ / kg / wk cohorts , and in subsequently treated , placebo-controlled subjugate .	INTERPRETATION : @DRUG$ restored dystrophin in the 30 placebo-controlled 50 @DRUG$ / kg / wk cohorts subjects and in subsequently treated , and , .	: @DRUG$ restored dystrophin in the 30 and 50 @DRUG$ / kg / wk cohorts , and in subsequently treated , subjects .	@DRUG$ was found to restore dystrophin in the 30 and 50 @DRUG$ / kg / wk cohorts, and in subsequently treated, placebo-controlled subjects.	0
0	The usefulness of N-acetyl-@DRUG$-@DRUG$ (NAT) and N-acetyl-L-cysteine (NAC) as tyrosine and cysteine precursors during intravenous infusion was investigated in humans.	The utility of N-acetyl- @DRUG$ - @DRUG$ ( NAT ) and N-acetyl-L-cysteine ( NAC ) as tyrosine and cysteine precursors during intravenous infusion was inquire in humans .	The usefulness of ( @DRUG$ NAT @DRUG$ N-acetyl- - ) and N-acetyl-L-cysteine ( NAC ) as tyrosine and cysteine precursors during intravenous infusion was investigated in humans .	The usefulness @DRUG$ - @DRUG$ ( NAT ) and N-acetyl-L-cysteine ) as tyrosine and cysteine precursors intravenous infusion was investigated in humans .	The usefulness of N-acetyl- tyrosine - cysteine ( NAT ) and N-acetyl-L-cysteine ( NAC ) as tyrosine and cysteine precursors during intravenous infusion was investigated in humans .	1
0	Altogether, these results indicate that, by accumulating in vivo, high amounts of @DRUG$-@DRUG$-tRNATyr cause a starvation for L-Tyr-tRNATyr.	Altogether , these results designate that , by accumulating in vivo , high total of @DRUG$ - @DRUG$ -tRNATyr cause a starvation for L-Tyr-tRNATyr .	Altogether , for results indicate that , cause accumulating in vivo , high amounts of @DRUG$ - @DRUG$ -tRNATyr by a starvation these L-Tyr-tRNATyr .	Altogether , these results indicate that , by accumulating in vivo , high amounts of @DRUG$ - @DRUG$ cause a starvation for L-Tyr-tRNATyr	The high levels of @DRUG$-@DRUG$ in the body cause a shortage of L-Tyr-tRNATyr.	0
0	Seven of these combine 2 drugs together in a single pill: Edarbyclor (azilsartan/chlorthalidone), Exforge (amlodipine/valsartan), Azor (olmesartan/amlodipine), Twynsta (amlodipine/telmisartan), Tekturna HCT [aliskiren/hydrochlorothiazide (@DRUG$)], Valturna (@DRUG$/valsartan), Tekamlo (aliskiren/amlodipine).	Seven of these fuse  drugs unitedly in a individual pill : Edarbyclor ( azilsartan/ thalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / amlodipine ) , Twynsta ( amlodipine/ telmisartan ) , Tekturna HCT [ aliskiren / esidrix ( @DRUG$ ) ] , Valturna ( @DRUG$ / valsartan ) , Tekamlo ( aliskiren / amlodipine ) .	Seven of ( ) / [ together in a single pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge ( amlodipine ( valsartan ) , Azor ( olmesartan / amlodipine ) , Twynsta these amlodipine/ telmisartan combine , Tekturna HCT drugs aliskiren / hydrochlorothiazide valsartan @DRUG$ ) ] , Valturna ( @DRUG$ / ( ) , Tekamlo / aliskiren 2 amlodipine ) .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( chlorthalidone ) Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / amlodipine ) , Twynsta ( amlodipine/ telmisartan ) , Tekturna HCT [ aliskiren / hydrochlorothiazide ( @DRUG$ ) ] , Valturna @DRUG$ / valsartan ) Tekamlo aliskiren / amlodipine .	Seven of these combine 2 drugs together in a single pill : Edarbyclor ( azilsartan/ chlorthalidone ) , Exforge ( amlodipine / valsartan ) , Azor ( olmesartan / amlodipine ) ,	1
0	Exposure to solifenacin is increased about 1.2-fold in elderly subjects and about 2-fold in subjects with moderate hepatic and severe renal impairment, as well @DRUG$ by coadministration of the potent CYP3A4 inhibitor ketoconazole 200 @DRUG$/day.	Exposure to solifenacin is increased about 1.2 - faithful in elderly issue and about two - faithful in issue with moderate hepatic and severe renal impairment , as well @DRUG$ by coadministration of the potent CYP3A4 inhibitor ketoconazole 200 @DRUG$ / twenty four hours .	Exposure to solifenacin is elderly by 1.2 - fold in increased subjects and about 2 - fold CYP3A4 subjects with moderate hepatic and severe as impairment , renal well @DRUG$ about coadministration of the potent in inhibitor ketoconazole 200 @DRUG$ / day .	Exposure solifenacin is increased about 1.2 - fold in elderly subjects and about 2 - fold in subjects with moderate and severe renal impairment , well @DRUG$ by coadministration of the potent CYP3A4 inhibitor ketoconazole 200 @DRUG$ / day .	Exposure to solifenacin is increased about 1.2 - fold in elderly subjects and about 2 - fold in subjects with moderate hepatic and severe renal impairment , as well as by coadministration of the potent CYP3A4 inhibitor ketoconazole 200 @DRUG$ /	1
0	It has a low affinity for neuronal receptors, such as alpha(1)- and alpha(2)-adrenergic, dopamine @DRUG$(2), histamine H(1), muscarinic, opioid and serotonin receptors, @DRUG$ well as ion channel binding sites and other neurotransmitter transporters, such as choline and GABA transporters.	It has a low affinity for neuronal receptors , such as alpha ( ane ) - and alpha ( two ) - adrenergic , dopastat @DRUG$ ( two ) , histamine H ( ane ) , muscarinic , opioid and  hydroxytryptamine receptors , @DRUG$ well as ion canalize obligate sites and other neurotransmitter transporters , such as choline and GABA transporters .	It has a low affinity for neuronal receptors , such ( alpha ( 1 ) - and alpha , well ) - adrenergic , dopamine @DRUG$ ( 2 ) , , H ( 1 ) serotonin muscarinic , opioid and , receptors histamine @DRUG$ 2 as ion channel binding sites and other neurotransmitter transporters as such as choline and GABA transporters .	It has a low for neuronal receptors , as alpha ( 1 ) - and alpha ( ) - adrenergic , dopamine @DRUG$ ( 2 ) , histamine ( 1 ) , muscarinic , opioid serotonin receptors , @DRUG$ well as ion channel binding sites and other neurotransmitter transporters , such as choline and GABA transporters .	@DRUG$ has a low affinity for neuronal receptors, such as alpha (1) - and alpha (2) - adrenergic, dopamine DRUGA (2), histamine H (1), muscarinic, opioid and serotonin receptors, as well as ion channel binding sites and other neurotransmitter	1
0	@DRUG$-@DRUG$: A new-generation cephalosporin.	@DRUG$ - @DRUG$ : antiophthalmic factor new-generation cephalosporin .	@DRUG$ cephalosporin @DRUG$ : A new-generation - .	@DRUG$ - @DRUG$ : A .	@DRUG$ is a new-generation cephalosporin that is related to, but more potent than, @DRUG$.	0
0	CONCLUSIONS: The ratio of the CSF AUC to the plasma AUC was less than 5% (range 0.4% to 3.0%), similar to other highly protein-bound topoisomerase inhibitors such @DRUG$ 9-aminocamptothecin and SN-38 (the active metabolite of @DRUG$).	end : The proportion of the CSF auc to the blood plasma auc was less than 5 % ( range 0.4 % to 3.0 % ) , similar to other highly protein-bound topoisomerase inhibitors such @DRUG$ ix - aminocamptothecin and SN - 38 ( the active metabolite of @DRUG$ ) .	CONCLUSIONS : The was of the CSF AUC to the than AUC ratio less plasma 5 % ( range 0.4 % to 3.0 highly ) , similar to the % protein-bound topoisomerase - such @DRUG$ 9 inhibitors aminocamptothecin and SN - 38 ( other active metabolite of @DRUG$ ) .	CONCLUSIONS : The of the CSF AUC to the plasma AUC was less than 5 % ( range 0.4 % to 3.0 % ) similar other highly protein-bound inhibitors such @DRUG$ 9 - aminocamptothecin and SN - 38 ( the metabolite of @DRUG$ ) .	The ratio of the CSF AUC to the plasma AUC was less than 5 % ( range 0.4 % to 3.0 % ) , similar to other highly protein-bound topoisomerase inhibitors such as @DRUG$ 9 - aminocamptothecin and SN -	1
0	The areas under the testosterone- and dihydrotestosterone-curves did not differ significantly 2290 +/- 340 (@DRUG$-enanthate) vs 2920 +/- 485 (@DRUG$-enanthate) suggesting that similar amounts of steroid had been released from the respective ester preparation.	The areas under the testosterone - and dihydrotestosterone -curves did not differ importantly 2290 +/- 340 ( @DRUG$ - enanthate ) vs 2920 +/- 485 ( @DRUG$ - enanthate ) intimate that similar amounts of steroid had been released from the several ester cooking .	The areas under the testosterone - and dihydrotestosterone -curves did ) differ significantly 2290 +/- 340 ( @DRUG$ - of not vs been +/- 485 from @DRUG$ - enanthate ) suggesting that similar amounts enanthate steroid had 2920 released ( the respective ester preparation .	The areas under the testosterone - and -curves did not differ significantly 2290 +/- @DRUG$ - enanthate ) vs +/- 485 ( @DRUG$ - enanthate ) suggesting similar amounts of steroid had been released from the ester preparation .	The areas under the testosterone - and dihydrotestosterone -curves did not differ significantly 2290 +/- 340 ( @DRUG$ - enanthate ) vs 2920 +/- 485 ( @DRUG$ - enanthate ) suggesting that similar amounts of steroid had been released from the respective es	0
0	@DRUG$ seen in adults, AUC0-24h and Cmax values were approximately 2-fold higher in females than in their male counterparts (AUC mean range 40.5-59.8 @DRUG$ x h/mL vs 21.2-23.5 ng x h/mL and Cmax mean range 4.02-6.14 vs ng x h/mL 2.52-2.99 ng/mL, in female and male adolescent subjects, respectively).	@DRUG$ seen in adults , AUC0 - 24h and Cmax value were approximately two - fold higher in females than in their manlike counterparts ( united self defense force of colombia mingy range 40.5- 59.8 @DRUG$ hug drug h/mL vs 21.2-23.5 ng hug drug h/mL and Cmax mingy range 4.02 - 6.14 vs ng hug drug h/mL 2.52-2.99 ng / mL , in female and manlike adolescent subjects , respectively ) .	@DRUG$ seen in adults , AUC0 - 24h male Cmax values were - 2 approximately fold higher in females than in their male counterparts adolescent AUC mean range ng 59.8 @DRUG$ range h/mL vs 21.2-23.5 ng x h/mL and Cmax mean 2.52-2.99 4.02 - 6.14 vs 40.5- x h/mL x ng / mL , in female and and ( subjects , respectively ) .	@DRUG$ seen in adults , AUC0 - 24h and Cmax values were approximately 2 - fold higher in than in their male counterparts ( AUC mean range 40.5- 59.8 @DRUG$ x h/mL vs 21.2-23.5 ng x h/mL and Cmax mean range 4.02 - 6.14 ng x h/mL 2.52-2.99 ng / mL , female male adolescent subjects , respectively ) .	In adults, the AUC0-24h and Cmax values for @DRUG$ were approximately 2-fold higher in females than in their male counterparts. In adolescent subjects, the AUC and Cmax values for DRUGA were also approximately 2-fold higher in females than in males.	1
0	In these trials, pramlintide 90 to 450 microg/@DRUG$ reduced HbA(1c) by 0.3% to 0.62%, 1-hour PPG by 4.8 mmol/L, and 2-hour PPG by 3.4 mmol/@DRUG$.	In these tribulation , pramlintide xc to 450 microg / @DRUG$ reduced HbA ( 1c ) by 0.3 % to 0.62 % , unity - hour PPG by 4.8 mmol / cubic decimeter , and 2 - hour PPG by 3.4 mmol / @DRUG$ .	In these trials , pramlintide 90 3.4 450 microg / @DRUG$ reduced HbA ( 1c ) by - / to 0.62 % , 1 - hour PPG by 4.8 mmol % L hour and 2 0.3 , PPG by to mmol / @DRUG$ .	In , 90 to microg / @DRUG$ reduced HbA ( 1c ) by 0.3 to 0.62 % , 1 - hour PPG by 4.8 mmol L , and 2 - hour PPG by 3.4 mmol / @DRUG$	Pramlintide ( @DRUG$ ) reduced hemoglobin A1c levels by 0.3% to 0.62%, 1-hour postprandial blood glucose levels by 4.8 mmol/L, and 2-hour postprandial blood glucose levels by 3.4	1
0	The non-@DRUG$ antagonist oral anticoagulants (NOACs), such as the thrombin inhibitor (dabigatran) and the direct factor Xa inhibitors (rivaroxaban, apixaban, and edoxaban), have been shown to be at least as efficacious and safe as conventional oral anticoagulants, such @DRUG$ the vitamin K antagonists (VKAs) (e.g., warfarin), for stroke prevention in patients with nonvalvular atrial fibrillation (NVAF).	The non-@DRUG$ antagonist oral anticoagulant ( NOACs ) , such as the thrombin inhibitor ( dabigatran ) and the direct factor Xa inhibitors ( rivaroxaban , apixaban , and edoxaban ) , have been register to be at to the lowest degree as efficacious and safe as conventional oral anticoagulant , such @DRUG$ the vitamin green opposer ( VKAs ) ( for instance , warfarin ) , for stroke prevention in patient role with nonvalvular atrial fibrillation ( NVAF ) .	The non-@DRUG$ antagonist for anticoagulants ( NOACs ) , such as the thrombin inhibitor ( dabigatran at and the direct factor Xa inhibitors ( have , patients , and edoxaban ) , rivaroxaban been shown to , ) least as efficacious and safe as conventional oral ( be such @DRUG$ the vitamin K antagonists ( VKAs ) ( e.g. , warfarin nonvalvular , oral stroke prevention in apixaban with ) atrial fibrillation anticoagulants NVAF ) .	The non-@DRUG$ antagonist oral anticoagulants ( NOACs ) , such as thrombin inhibitor ( dabigatran ) and the direct factor Xa inhibitors ( rivaroxaban , apixaban , edoxaban ) , have been shown be at least as efficacious and safe oral anticoagulants , @DRUG$ the vitamin K antagonists ( ) ( , warfarin ) , for prevention in patients with nonvalvular atrial fibrillation NVAF ) .	The non-@DRUG$ antagonist oral anticoagulants ( NOACs ) are just as effective and safe as the traditional oral anticoagulants ( @DRUG$ ) for stroke prevention in patients with nonvalvular atrial fibrillation ( NVAF ) .	0
0	Antimicrobial activities of @DRUG$ against benzylpenicillin (@DRUG$)-insensitive S. pneumoniae (PISP) and PCG-resistant S. pneumoniae (PRSP) were stronger than those of ampicillin (ABPC), and these strong activities suggested that CMX might have strong antimicrobial activities against beta-lactamase producing H. influenzae and M. (B.) catarrhalis.	Antimicrobial activities of @DRUG$ against benzylpenicillin ( @DRUG$ ) - insensitive S. pneumoniae ( PISP ) and PCG - tolerant S. pneumoniae ( PRSP ) were stronger than those of sk ampicillin ( ABPC ) , and these strong activities paint a picture that CMX might have strong antimicrobial activities against penicillinase bring about H. influenzae and M. ( B. ) catarrhalis .	Antimicrobial activities of @DRUG$ against benzylpenicillin ( @DRUG$ ) - insensitive S. pneumoniae H. PISP ) catarrhalis PCG - resistant S. pneumoniae ( PRSP ) were stronger than those of activities CMX ABPC ) , and these strong ampicillin that suggested ( might have strong antimicrobial activities against beta-lactamase producing ( influenzae and M. ( B. ) and .	Antimicrobial activities of @DRUG$ against benzylpenicillin ( @DRUG$ ) - insensitive S. pneumoniae ( PISP ) and resistant S. pneumoniae ( PRSP ) were stronger of ampicillin ( ABPC ) , these strong activities suggested that might have strong antimicrobial activities beta-lactamase producing H. influenzae and M. ( B. ) catarrhalis	The antimicrobial activities of @DRUG$ against benzylpenicillin-insensitive S. pneumoniae and PCG-resistant S. pneumoniae were stronger than those of ampicillin, and these strong activities suggested that CMX might have strong antimicrobial activities against beta-lactamase	1
1	The depletion of rat brain @DRUG$ by p-chloramphetamine and depletion of rat hypothalamic NE by 6-hydroxydopamine was blocked by @DRUG$ with ED(50) values of 2.3 and 12 mg/kg, respectively.	The depletion of rat brain @DRUG$ by p-chloramphetamine and depletion of rat hypothalamic atomic number  by sextuplet - hydroxydopamine was blocked by @DRUG$ with ED ( 50 ) values of 2.3 and 12 mg / kg , severally .	respectively depletion of rat brain @DRUG$ by p-chloramphetamine and by of rat ) NE depletion 6 - hydroxydopamine was blocked by @DRUG$ with ED ( 50 hypothalamic values of 2.3 and 12 mg / kg , The .	The depletion of brain @DRUG$ by p-chloramphetamine and depletion rat hypothalamic NE 6 - hydroxydopamine was blocked by @DRUG$ with ED ( 50 ) values of 2.3 and 12 mg / kg , respectively .	The depletion of rat brain @DRUG$ by p-chloramphetamine and depletion of rat hypothalamic NE by 6 - hydroxydopamine was blocked by @DRUG$ with ED ( 50 ) values of 2.3 and 12 mg / kg , respectively ."This means that when DRUG	0
0	Hagigat (capsules of 200 @DRUG$ @DRUG$) have been marketed in Israel as a natural stimulant and aphrodisiac.	Hagigat ( capsules of two hundred @DRUG$ @DRUG$ ) have been marketed in Israel as a raw stimulant and aphrodisiac .	Hagigat ( capsules of 200 @DRUG$ @DRUG$ as have been marketed in aphrodisiac ) a natural stimulant and Israel .	Hagigat ( capsules of 200 @DRUG$ @DRUG$ ) have been marketed in Israel as a natural stimulant and aphrodisiac .	Hagigat ( capsules of 200 @DRUG$ @DRUG$ ) have been marketed in Israel as a natural stimulant and aphrodisiac ."DRUGA is the main ingredient in Hagigat, a natural stimulant and aphrodisiac.	0
0	Phlebitis (3.5-25% of patients) and elevated liver enzyme levels (1-15%) occur more often with @DRUG$ compared with @DRUG$ and anidulafungin (< 8%).	Phlebitis ( 3.5 - 25 % of patients ) and elevated liver enzyme levels ( ane - fifteen % ) occur more ofttimes with @DRUG$ compared with @DRUG$ and anidulafungin ( < 8 % ) .	Phlebitis ( levels - 3.5 % of patients ) and elevated liver enzyme 25 ( 1 - 15 % occur ) more often with @DRUG$ compared with @DRUG$ and anidulafungin ( < 8 % ) .	Phlebitis ( 3.5 - 25 % of patients ) and elevated liver enzyme levels ( 1 - 15 % ) occur more often with @DRUG$ compared @DRUG$ and anidulafungin ( < )	Phlebitis ( 3.5 - 25 % of patients ) and elevated liver enzyme levels ( 1 - 15 % ) occur more often with @DRUG$ compared with @DRUG$ and anidulafungin ( < 8 % ) .	0
0	During the same period of study, there were significant decreases in positivity rates to neomycin, fragrance mix I, @DRUG$, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine, benzocaine, p-tert-butylphenol formaldehyde resin, dimethylol dimethyl hydantoin, cocamidopropyl betaine, glutaraldehyde, @DRUG$, tosylamide formaldehyde resin, budesonide, disperse blue 106, mercapto mix, and chloroxylenol.	During the same period of study , there were significant lessening in positivity denounce to neomycin , perfume mix I , @DRUG$ , thiuram mix , cinnamic aldehyde , propylene glycol , epoxy resin resin , diazolidinyl carbamide , amidoamine , ethylenediamine , ethyl aminobenzoate , p-tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , @DRUG$ , tosylamide formaldehyde resin , budesonide , disperse aristocratic 106 , mercapto mix , and chloroxylenol .	During the same period of study , there were significant decreases in mix rates to neomycin , fragrance positivity I , @DRUG$ , thiuram mix , cinnamic aldehyde , propylene glycol , epoxy resin , diazolidinyl butylphenol , amidoamine , ethylenediamine , benzocaine , p-tert- urea formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine formaldehyde glutaraldehyde , @DRUG$ , tosylamide , resin , budesonide , disperse , 106 blue mercapto mix , and chloroxylenol .	During the same period of study , were significant decreases in positivity rates to neomycin , fragrance mix I , @DRUG$ , thiuram mix , cinnamic aldehyde , propylene glycol , epoxy resin , diazolidinyl , amidoamine , ethylenediamine , benzocaine , p-tert- butylphenol formaldehyde resin , dimethylol dimethyl hydantoin , cocamidopropyl betaine , glutaraldehyde , @DRUG$ , formaldehyde resin , disperse blue 106 , mercapto mix , and chloroxylenol .	There were significant decreases in positivity rates to neomycin, fragrance mix I, @DRUG$, thiuram mix, cinnamic aldehyde, propylene glycol, epoxy resin, diazolidinyl urea, amidoamine, ethylenediamine,	1
0	We found adjustment of @DRUG$ and @DRUG$ dose by body surface area to be more optimal than body weight-based dose adjustments for achieving similar systemic exposure in children and adults.	We found adjustment of @DRUG$ and @DRUG$ dose by body surface area to be more optimal than body system of weights - based dose adjustments for achieve similar systemic exposure in kid and adults .	We found area of @DRUG$ adjustments @DRUG$ dose by body and adjustment to be more optimal than body weight - based dose and for achieving similar systemic exposure in children surface adults .	We found adjustment @DRUG$ and @DRUG$ dose body surface area to be more optimal body weight - based dose adjustments for achieving similar systemic exposure in children and adults .	The dose of @DRUG$ and @DRUG$ should be adjusted based on the patient's body surface area rather than their body weight, in order to achieve similar levels of systemic exposure.	0
0	METHODS: We evaluated rosiglitazone, @DRUG$, and glyburide @DRUG$ initial treatment for recently diagnosed type 2 diabetes in a double-blind, randomized, controlled clinical trial involving 4360 patients.	method acting : We evaluated rosiglitazone , @DRUG$ , and glyburide @DRUG$ initial treatment for recently diagnosed type ii diabetes in a double - blind , randomized , controlled clinical trial postulate 4360 patients .	METHODS involving We clinical rosiglitazone , @DRUG$ , and controlled @DRUG$ initial treatment for recently diagnosed type 2 diabetes in a double - blind , randomized , glyburide evaluated trial : 4360 patients .	METHODS : We evaluated rosiglitazone @DRUG$ , and glyburide @DRUG$ initial treatment for recently diagnosed type 2 diabetes in a double - , randomized , controlled clinical trial involving 4360 patients .	We evaluated rosiglitazone and glyburide as initial treatment for recently diagnosed type 2 diabetes in a double-blind, randomized, controlled clinical trial involving 4360 patients.	1
0	The mutations of Kir6.2DeltaC36 (Kir6.2DeltaC36-R50G, -K185Q, -G334D), which have much lower ATP sensitivity, had no significant effect on verapamil block, suggesting that the site at which verapamil mediates @DRUG$(@DRUG$) channel inhibition is not identical with that involved in ATP block.	The mutations of Kir6.2 DeltaC36 ( Kir6.2 DeltaC36-R50G , -K185Q , - G334D ) , which have often lower atp predisposition , had no significant result on verapamil block , indicate that the site at which verapamil mediates @DRUG$ ( @DRUG$ ) channel inhibition is not identical with that involved in atp block .	The mutations of block DeltaC36 ( Kir6.2 DeltaC36-R50G much -K185Q , - have ) , which G334D , lower ATP sensitivity , had ATP significant effect on verapamil Kir6.2 , suggesting that the is at which verapamil mediates @DRUG$ ( @DRUG$ ) channel inhibition site not identical with that involved in no block .	The mutations of DeltaC36 ( Kir6.2 DeltaC36-R50G -K185Q , - G334D ) , which have much lower ATP sensitivity , had significant effect verapamil block , suggesting that the site at which verapamil mediates @DRUG$ ( @DRUG$ inhibition is not identical with that involved in ATP block .	The mutations of Kir6.2 DeltaC36 ( Kir6.2 DeltaC36-R50G , -K185Q , - G334D ) , which have much lower ATP sensitivity , had no significant effect on verapamil block , suggesting that the site at which verap	1
0	Drug evaluation: Nilotinib - a novel Bcr-@DRUG$ @DRUG$ kinase inhibitor for the treatment of chronic myelocytic leukemia and beyond.	Drug valuation : Nilotinib - a novel Bcr-@DRUG$ @DRUG$ kinase inhibitor for the discourse of chronic myelocytic leukemia and beyond .	Drug evaluation : Nilotinib - a novel Bcr-@DRUG$ @DRUG$ kinase inhibitor myelocytic the treatment beyond chronic for leukemia and of .	Drug evaluation : Nilotinib - a novel Bcr-@DRUG$ @DRUG$ kinase inhibitor for the treatment of chronic leukemia and beyond .	Drug evaluation : Nilotinib - a novel Bcr-@DRUG$ @DRUG$ kinase inhibitor for the treatment of chronic myelocytic leukemia and beyond ."DRUGA is a drug, and DRUGB is a drug that is evaluated.	0
0	Atypical antipsychotic drugs, which are more potent direct acting antagonists of brain serotonin (@DRUG$)(2A) than @DRUG$ (DA) D(2) receptors, preferentially enhance DA and acetylcholine (ACh) efflux in the rat medial prefrontal cortex (mPFC) and hippocampus (HIP), compared with the nucleus accumbens (NAc).	Atypical antipsychotic drugs , which are more virile verbatim playact antagonists of brain serotonin ( @DRUG$ ) ( 2A ) than @DRUG$ ( DA ) D( 2 ) receptors , preferentially enhance DA and acetylcholine ( ACh ) effluence in the betray medial prefrontal cortex ( mPFC ) and hippocampus ( articulatio coxae ) , compared with the nucleus accumbens ( NAc ) .	Atypical antipsychotic drugs , which ( more potent direct acting antagonists mPFC brain serotonin ( @DRUG$ ) ( 2A ) than @DRUG$ are DA ) D( 2 ) receptors , preferentially enhance DA and prefrontal ( the ) efflux in the rat nucleus acetylcholine cortex ( of ) and hippocampus ( HIP ) , compared with ACh medial accumbens ( NAc ) .	Atypical drugs , which are more potent direct acting antagonists brain serotonin ( @DRUG$ ( 2A than @DRUG$ ( DA ) 2 ) receptors , enhance DA and acetylcholine ( ACh ) efflux in the rat medial prefrontal cortex ( ) and hippocampus ( HIP ) compared with the accumbens ( NAc ) .	Atypical antipsychotic drugs are more potent direct acting antagonists of brain serotonin receptors than dopamine receptors, and they preferentially enhance dopamine and acetylcholine efflux in the rat medial prefrontal cortex and hippocampus, compared with the nucleus accumbens.	1
0	The treatments that are efficacious for the management of the different non-motor symptoms are @DRUG$ follows: pramipexole for the treatment of depressive symptoms, @DRUG$ for the treatment of psychosis, rivastigmine for the treatment of dementia, and botulinum toxin A (BTX-A) and BTX-B as well as glycopyrrolate for the treatment of sialorrhea.	The discussion that are effectual for the direction of the dissimilar non-motor symptoms are @DRUG$ follows : pramipexole for the treatment of depressive symptoms , @DRUG$ for the treatment of psychosis , rivastigmine for the treatment of dementia , and clostridium botulinum toxin A ( BTX - A ) and BTX - b as well as glycopyrrolate for the treatment of sialorrhea .	The treatments well are efficacious for the management of as different non-motor symptoms are @DRUG$ follows : pramipexole for the treatment of depressive symptoms , @DRUG$ for the treatment of psychosis , rivastigmine the the treatment of dementia and and for toxin A ( BTX - A ) , BTX - B as that the glycopyrrolate for botulinum treatment of sialorrhea .	The treatments that are efficacious for the management different non-motor symptoms @DRUG$ follows : pramipexole for the treatment depressive symptoms , @DRUG$ for the treatment of , rivastigmine for the treatment of dementia , and botulinum toxin A ( BTX - A ) and BTX B as well as glycopyrrolate for the treatment of sialorrhea .	The treatments that are efficacious for the management of the different non-motor symptoms are @DRUG$ follows : pramipexole for the treatment of depressive symptoms , @DRUG$ for the treatment of psychosis , rivastigmine for the treatment of dementia , and botulinum toxin	0
0	Additionally, P188 protected cultured hippucampal HT22 cells against oxygen-@DRUG$ deprivation and reoxygenation (OGD/@DRUG$) injury.	Additionally , P188 saved cultured hippucampal HT22 prison cell against oxygen - @DRUG$ deprivation and reoxygenation ( OGD / @DRUG$ ) injury .	Additionally HT22 P188 protected cultured hippucampal , against cells oxygen - @DRUG$ deprivation and reoxygenation ( OGD / @DRUG$ ) injury .	, cultured hippucampal HT22 cells against oxygen - @DRUG$ deprivation and ( OGD / @DRUG$ ) injury .	@DRUG$ protects HT22 cells from oxygen deprivation and reoxygenation injury.	1
0	This review briefly summarizes the information on the molecular mechanisms of action, pharmacokinetic profiles and drug interactions of novel (third-generation) antiepileptic drugs, including brivaracetam, carabersat, carisbamate, DP-valproic acid, eslicarbazepine, fluorofelbamate, fosphenytoin, ganaxolone, lacosamide, losigamone, pregabalin, @DRUG$, retigabine, rufinamide, safinamide, seletracetam, soretolide, stiripentol, @DRUG$, and valrocemide.	This review in short summarize the information on the molecular mechanism of action mechanism , pharmacokinetic profile and dose interactions of novel ( third - generation ) antiepileptic drugs , including brivaracetam , carabersat , carisbamate , DP - valproic back breaker , eslicarbazepine , fluorofelbamate , fosphenytoin , ganaxolone , lacosamide , losigamone , pregabalin , @DRUG$ , retigabine , rufinamide , safinamide , seletracetam , soretolide , stiripentol , @DRUG$ , and valrocemide .	This review briefly the the information on summarizes , mechanisms of action , pharmacokinetic profiles and drug interactions of novel ( third - generation ) antiepileptic drugs , including brivaracetam , carabersat , carisbamate , DP losigamone valproic acid , and , fluorofelbamate , fosphenytoin , , , lacosamide , - , , ganaxolone @DRUG$ , retigabine pregabalin rufinamide , safinamide molecular seletracetam , soretolide , stiripentol , @DRUG$ , eslicarbazepine valrocemide .	This review summarizes the information on the molecular mechanisms of action , profiles interactions of novel third - generation ) antiepileptic drugs , including brivaracetam , carabersat , carisbamate , DP - valproic acid , eslicarbazepine , fluorofelbamate fosphenytoin , ganaxolone , lacosamide , losigamone , , @DRUG$ , retigabine , rufinamide safinamide , seletracetam soretolide , stiripentol , @DRUG$ and valrocemide .	This review briefly summarizes the information on the molecular mechanisms of action , pharmacokinetic profiles and drug interactions of novel ( third - generation ) antiepileptic drugs , including brivaracetam , carabersat , carisbamate , DP - valproic acid , eslicarb	1
0	@DRUG$ is not extensively bound (mean 40%) to @DRUG$ in vitro and binding is independent of total drug level.	@DRUG$ is not extensively bound ( mean 40 % ) to @DRUG$ in vitro and binding is free lance of total dose level .	@DRUG$ is not extensively bound ( mean binding % ) to @DRUG$ in vitro and independent is 40 of total drug level .	@DRUG$ is not extensively bound ( mean 40 % ) to @DRUG$ in vitro and is independent of total drug level .	@DRUG$ is not very tightly bound to @DRUG$ in vitro, and the degree of binding is not affected by how much drug is present.	0
0	Chlordiazepoxide (12.5 @DRUG$/kg b.d.) and @DRUG$ (0.75 mg/kg b.d.) induced a slowly evolving tolerance over 15 days whereas nitrazepam (0.6 mg/kg b.d.) induced a very marked rapid tolerance which developed no further during 6 days treatment.	Chlordiazepoxide ( 12.5 @DRUG$ / kilogram b.d. ) and @DRUG$ ( 0.75 mg / kilogram b.d. ) bring on a slowly evolving leeway over 15 days whereas nitrazepam ( 0.6 mg / kilogram b.d. ) bring on a very marked rapid leeway which developed no further during 6 days handling .	Chlordiazepoxide ( 12.5 @DRUG$ / kg b.d. ) and @DRUG$ ( 0.75 mg / ( b.d. over induced a slowly evolving tolerance ) 15 nitrazepam whereas days kg 0.6 mg / kg b.d. which induced a very marked rapid tolerance ) developed no further during 6 days treatment .	Chlordiazepoxide ( 12.5 @DRUG$ / kg b.d. ) and @DRUG$ mg / kg b.d. ) induced a slowly evolving tolerance over 15 days whereas ( 0.6 mg / kg b.d. ) induced a very marked rapid tolerance which developed no further during 6 treatment .	Chlordiazepoxide ( 12.5 @DRUG$ / kg b.d. ) and @DRUG$ ( 0.75 mg / kg b.d. ) induced a slowly evolving tolerance over 15 days whereas nitrazepam ( 0.6 mg / kg b.d. ) induced	0
0	Long-acting @DRUG$ versus intravenous @DRUG$ for treatment of bacterial meningitis.	Long-acting @DRUG$ versus intravenous @DRUG$ for discourse of bacterial meningitis .	Long-acting @DRUG$ for intravenous @DRUG$ versus treatment of bacterial meningitis .	@DRUG$ versus intravenous @DRUG$ for treatment of bacterial .	@DRUG$ is a long-acting drug, while @DRUG$ is an intravenous drug.	0
0	This was demonstrated by the discovery of a monoaminergic activity that inhibits noradrenaline (@DRUG$) and serotonin (5-hydroxytryptamine; @DRUG$) reuptake, making a significant contribution to the analgesic action by blocking nociceptive impulses at the spinal level.	This was demonstrated by the discovery of a monoaminergic activity that subdue noradrenaline ( @DRUG$ ) and serotonin ( 5- hydroxytryptamine ; @DRUG$ ) re uptake , form a significant contribution to the analgesic action by blocking nociceptive impulses at the spinal anaesthesia level .	This was nociceptive by the discovery of activity monoaminergic blocking that inhibits noradrenaline ( @DRUG$ a and serotonin ( 5- hydroxytryptamine ; @DRUG$ ) reuptake , making a significant contribution to the analgesic action by ) demonstrated impulses at the spinal level .	This was demonstrated discovery monoaminergic activity that inhibits noradrenaline ( @DRUG$ ) and serotonin ( 5- hydroxytryptamine ; @DRUG$ ) reuptake , making a significant contribution to the analgesic by blocking nociceptive at the spinal .	@DRUG$ inhibits the reuptake of noradrenaline and serotonin, which makes a significant contribution to the analgesic action by blocking nociceptive impulses at the spinal level.	1
0	@DRUG$ administered intracolonically or orally decreases ulcerative colitis in a rat model and is @DRUG$ effective as sulfasalazine.	@DRUG$ administered intracolonically or orally decreases ulcerative inflammatory bowel disease in a rat model and is @DRUG$ effective as sulfasalazine .	@DRUG$ administered intracolonically or in decreases ulcerative colitis orally a rat model and is @DRUG$ effective as sulfasalazine .	@DRUG$ administered intracolonically or orally decreases ulcerative colitis in a rat and is @DRUG$ effective as sulfasalazine .	@DRUG$ is effective as sulfasalazine.	1
0	Soybean peroxidase-catalyzed removal of an aromatic thiol, @DRUG$, from @DRUG$.	soja peroxidase - catalyzed removal of an aromatic thiol , @DRUG$ , from @DRUG$ .	Soybean peroxidase - catalyzed removal of an from thiol , @DRUG$ , aromatic @DRUG$ .	Soybean peroxidase - catalyzed removal of an aromatic thiol , @DRUG$ , from @DRUG$ .	Soybean peroxidase catalyzes the removal of an aromatic thiol from @DRUG$.	1
0	OBJECTIVE: We assessed the effect of 1 x 300 mL/@DRUG$ and 3 x 300 mL/d grapefruit juice (GFJ) on @DRUG$ and bosentan pharmacokinetics in healthy volunteers.	OBJECTIVE : We assessed the effect of 1 cristal ccc mL / @DRUG$ and  cristal ccc mL /d grapefruit juice ( GFJ ) on @DRUG$ and bosentan pharmacokinetics in healthy volunteers .	( : We assessed the effect of 1 x 300 mL / @DRUG$ and 3 x 300 mL on grapefruit juice OBJECTIVE GFJ ) /d @DRUG$ healthy bosentan pharmacokinetics in and volunteers .	OBJECTIVE : We assessed the effect of 1 x 300 mL / @DRUG$ 3 x 300 mL grapefruit juice ( GFJ on @DRUG$ and bosentan pharmacokinetics in healthy volunteers .	We assessed the effect of 1 x 300 mL / @DRUG$ and 3 x 300 mL /d grapefruit juice ( GFJ ) on @DRUG$ and bosentan pharmacokinetics in healthy volunteers ."DRUGA and DRUGB are related in that DRUGA affects the	0
0	@DRUG$ at the MTD (525 @DRUG$ twice daily) should be evaluated more extensively in patients with AML with FLT3-ITD mutations to better define its antileukemic activity.	@DRUG$ at the MTD ( 525 @DRUG$ twice daily ) should be evaluate more extensively in affected role with AML with FLT3 - ITD mutations to better define its antileukemic bodily function .	@DRUG$ at the MTD ( 525 @DRUG$ twice be ) should ITD activity more extensively in patients with AML with FLT3 - daily mutations to better define its antileukemic evaluated .	@DRUG$ at the MTD ( 525 @DRUG$ twice ) should be evaluated extensively with with FLT3 - ITD mutations to better define its activity .	@DRUG$ is more effective when used at a higher dose ( 525 @DRUG$ twice daily ) in patients with AML who have a mutation in the FLT3 gene.	0
1	The effect of flibanserin on learned helplessness was antagonized by the @DRUG$ D(1) receptor antagonist [R]-3-methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine (SCH 23390; 0.1 mg/kg, i.p. 30 min before flibanserin) and by the opioid receptor antagonist naloxone (3 mg/kg, s.c. 15 min before @DRUG$).	The impression of flibanserin on learned impuissance was antagonized by the @DRUG$ D( ace ) sensory receptor antagonist [ R]-3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine ( SCH 23390 ; 0.1 mg / kg , i.p. 30 min before flibanserin ) and by the opioid sensory receptor antagonist naloxone ( deuce ace mg / kg , s.c. 15 min before @DRUG$ ) .	kg effect of flibanserin on learned helplessness was The by the @DRUG$ D( 1 ) receptor antagonist [ R]-3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine ; SCH 15 ( 0.1 mg / antagonized , i.p. 30 min before flibanserin ) and by the opioid receptor antagonist naloxone ( 3 mg s.c. kg , / 23390 min before @DRUG$ ) .	The effect of flibanserin on learned helplessness was by the @DRUG$ D( ) receptor antagonist [ R]-3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine ( SCH 23390 ; 0.1 mg kg , i.p. 30 min before flibanserin ) and by the opioid receptor antagonist naloxone ( 3 mg / kg , s.c. 15 min before @DRUG$ ) .	The effect of flibanserin on learned helplessness was antagonized by the @DRUG$ D( 1 ) receptor antagonist [ R]-3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahyd	1
0	The novel indole-ether quinazoline AZD2171 is a highly potent (IC50 < 1 nmol/@DRUG$) @DRUG$-competitive inhibitor of recombinant KDR tyrosine kinase in vitro.	The new indole- ether quinazoline AZD2171 is a extremely strong ( IC50 < 1 nmol / @DRUG$ ) @DRUG$ - competitive inhibitor of recombinant KDR tyrosine kinase in vitro .	The kinase indole- ether quinazoline a is - highly potent ( IC50 < 1 nmol / @DRUG$ ) @DRUG$ AZD2171 competitive inhibitor of recombinant KDR tyrosine novel in vitro .	The novel indole- quinazoline AZD2171 is a highly potent ( IC50 < 1 nmol / @DRUG$ ) @DRUG$ - competitive inhibitor of recombinant KDR kinase in vitro .	AZD2171 is a highly potent inhibitor of recombinant KDR tyrosine kinase in vitro.	1
0	Ca2+-stimulated ATP hydrolyzing activities (i.e. Na-Ca ATP hydrolysis and Ca + @DRUG$ @DRUG$ hydrolysis) measured in cockroach brain tissue were highly sensitive to the action of pyrethroid insecticides under in vitro conditions.	Ca2 +-stimulated ATP hydrolyzing activities ( i.e. Na- atomic number  ATP hydrolysis and atomic number  + @DRUG$ @DRUG$ hydrolysis ) assess in cockroach brain tissue were highly sensitive to the action of pyrethroid insect powder under in vitro conditions .	Ca2 +-stimulated ATP ATP activities ( i.e. Na- Ca hydrolyzing cockroach and Ca + @DRUG$ @DRUG$ hydrolysis ) measured in hydrolysis brain tissue were highly sensitive to the action in pyrethroid insecticides under of vitro conditions .	Ca2 +-stimulated ATP hydrolyzing activities ( i.e. Na- Ca ATP hydrolysis and Ca + @DRUG$ @DRUG$ hydrolysis ) measured cockroach brain tissue highly sensitive to the action of pyrethroid insecticides under in vitro conditions .	The activities of enzymes that break down ATP (i.e. sodium-calcium ATP hydrolysis and calcium-druga-drugg hydrolysis) are highly sensitive to the action of pyrethroid insecticides under in vitro conditions.	1
0	Oral paroxetine 10 to 60 mg/day was at least as effective @DRUG$ @DRUG$ 10 to 150 mg/day, but appeared to have a more rapid onset of effect, in a placebo-controlled trial.	Oral paroxetine 10 to 60 mg / clarence shepard day jr was at least as efficient @DRUG$ @DRUG$ 10 to 150 mg / clarence shepard day jr , but appeared to have a more rapid onset of burden , in a placebo-controlled trial .	Oral paroxetine 10 , 60 mg / but was to least as effective @DRUG$ @DRUG$ 10 to 150 mg / day , day appeared to have a more rapid onset of effect at in a placebo-controlled trial .	Oral paroxetine 10 to 60 mg / day was at least as effective @DRUG$ @DRUG$ 10 to mg , but appeared to have a more rapid onset of effect , in a placebo-controlled trial .	Oral paroxetine 10 to 60 mg / day was at least as effective as @DRUG$ 10 to 150 mg / day , but appeared to have a more rapid onset of effect , in a placebo-controlled trial .	1
0	The compounds that are currently under clinical (Phase I, II or III) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds (i.e., reverse transcriptase [NRTIs: PSI-5004, (-)-dOTC, DPC-817, elvucitabine, @DRUG$, MIV-210, amdoxovir, DOT; NNRTIs: thiocarboxanilide, @DRUG$, capravirine, dapivirine, etravirine, rilpivirine], protease [PIs: tipranavir, TMC-114]) or other specific viral proteins (i.e., gp120: cyanovirin N; attachment inhibitors: AIs, such as BMS-488043; integrase: L-870,812, PDPV-165; capsid proteins: PA-457, alpha-HCG); or cellular proteins (CD4 downmodulators: CADAs; CXCR4 antagonists: AMD-070, CS-3955; CCR5 antagonists: TAK-220, SCH-D, AK-602, UK-427857).	The compounds that are currently under clinical ( phase angle I , deuce or terzetto ) or preclinical investigating are either point at the same specific viral proteins as the certify compounds ( i.e. , reverse transcriptase [ NRTIs : PSI -5004 , ( -) - dOTC , DPC - 817 , elvucitabine , @DRUG$ , MIV - 210 , amdoxovir , disperse ; NNRTIs : thiocarboxanilide , @DRUG$ , capravirine , dapivirine , etravirine , rilpivirine ] , protease [ PIs : tipranavir , TMC - 114 ] ) or other specific viral proteins ( i.e. , gp120 : cyanovirin nitrogen ; adhesion inhibitors : AIs , such as BMS - 488043 ; integrase : L-870,812 , PDPV - 165 ; mirid proteins : PA - 457 , alpha - human chorionic gonadotropin ) ; or cellular proteins ( CD4 downmodulators : CADAs ; CXCR4 resister : amd -070 , caesium -3955 ; CCR5 resister : TAK - 220 , SCH -D , alaska -602 , uk -427857 ) .	PDPV compounds that integrase currently under clinical ( Phase I , II or III ) or preclinical CADAs are either targeted at the same specific viral , as the 220 compounds ( i.e. investigation reverse transcriptase [ NRTIs : PSI -5004 , ( -) - dOTC , : - 817 , elvucitabine , @DRUG$ , MIV - 210 tipranavir amdoxovir , DOT protease NNRTIs : thiocarboxanilide , @DRUG$ , capravirine proteins dapivirine , etravirine , such ] , ; -602 PIs ) , , TMC - ] 114 ) or other specific viral proteins ( i.e. , gp120 DPC cyanovirin N ; attachment inhibitors : AIs , rilpivirine as BMS - 488043 ; are : L-870,812 , The - 165 ; CD4 proteins : PA - 457 [ alpha - HCG ) ; or cellular proteins ( capsid downmodulators : , ; CXCR4 antagonists : AMD -070 , CS -3955 ; CCR5 antagonists : TAK - licensed , SCH -D , AK , , UK -427857 : .	The compounds that are currently under clinical ( Phase I , II or III ) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds ( i.e. reverse transcriptase [ NRTIs : PSI -5004 , ( -) - , DPC 817 , elvucitabine , @DRUG$ , MIV - , amdoxovir , DOT NNRTIs : thiocarboxanilide , @DRUG$ , capravirine , dapivirine , etravirine , rilpivirine ] , protease [ PIs : tipranavir , TMC - 114 ] ) or other specific viral proteins ( i.e. , gp120 : cyanovirin N ; attachment inhibitors : AIs , as BMS - 488043 ; integrase : L-870,812 , PDPV - 165 ; capsid proteins : PA - 457 , alpha - HCG ) ; or cellular proteins ( CD4 downmodulators : CADAs ; CXCR4 antagonists : AMD -070 , CS -3955 ; CCR5 antagonists : TAK - 220 , SCH -D AK -602 , UK -427857 .	The compounds that are currently under clinical ( Phase I , II or III ) or preclinical investigation are either targeted at the same specific viral proteins as the licensed compounds ( i.e. , reverse transcriptase [ NRTIs : PSI -5004 , ( -) - dOTC ,	1
0	The design and development of fesoterodine @DRUG$ a prodrug of 5-hydroxymethyl tolterodine (5-HMT), the active metabolite of @DRUG$.	The design and evolution of fesoterodine @DRUG$ a prodrug of fivesome - hydroxymethyl tolterodine ( fivesome - HMT ) , the active metabolite of @DRUG$ .	The design 5 development of fesoterodine @DRUG$ a prodrug of 5 - hydroxymethyl tolterodine ( - and HMT ) , the active metabolite of @DRUG$ .	The design and development of fesoterodine @DRUG$ a prodrug 5 - hydroxymethyl tolterodine ( 5 - HMT ) the active metabolite of @DRUG$ .	@DRUG$ is a prodrug of @DRUG$, which is the active metabolite of DRUGB.	0
0	They then summarize the clinical development of @DRUG$ in MM, from initial Phase I to Phase II studies @DRUG$ a monotherapy and in combination with other chemotherapeutics.	They then summarize the clinical development of @DRUG$ in MM , from initial Phase ace to Phase deuce studies @DRUG$ a monotherapy and in combination with other chemotherapeutics .	They then summarize the clinical development of @DRUG$ in MM , Phase initial Phase I to from other studies @DRUG$ a monotherapy and in combination with II chemotherapeutics .	then summarize the clinical development of @DRUG$ in MM , from initial Phase I to Phase II studies @DRUG$ a monotherapy and in with other chemotherapeutics .	@DRUG$ is a monotherapy and in combination with other chemotherapeutics.	1
0	@DRUG$ and @DRUG$ do not impair cognitive or psychomotor functioning and are comparable with placebo in terms of somnolence.	@DRUG$ and @DRUG$ do not impair cognitive or psychomotor functioning and are comparable with placebo in condition of sleepiness .	@DRUG$ and @DRUG$ do not with cognitive or psychomotor terms and are comparable impair placebo in functioning of somnolence .	@DRUG$ and @DRUG$ do not impair cognitive or psychomotor functioning and are comparable with placebo terms of somnolence .	@DRUG$ and @DRUG$ do not impair cognitive or psychomotor functioning and are comparable with placebo in terms of somnolence .	0
0	@DRUG$ was administered orally from 100 @DRUG$ twice daily to 1600 mg twice daily in 28-day cycles.	@DRUG$ was administered orally from 100 @DRUG$ double everyday to 1600 mg double everyday in 28 - day cycles .	@DRUG$ was administered orally from 1600 @DRUG$ twice daily twice 100 mg to daily in 28 - day cycles .	@DRUG$ was administered orally from 100 @DRUG$ daily to 1600 mg twice daily in 28 - day cycles .	@DRUG$ was administered orally at a dosage of 100 @DRUG$ twice daily for a total of 1600 mg per day in 28 day cycles.	0
0	CONCLUSION: The observed pharmacokinetic parameters suggested that the acetate ester, and not the @DRUG$ ester, of betamethasone acts @DRUG$ a prodrug or reservoir for betamethasone, conferring on it sustained- and extended-release characteristics.	CONCLUSION : The observed pharmacokinetic parameters suggested that the acetate ester , and not the @DRUG$ ester , of betamethasone acts @DRUG$ a prodrug or reservoir for betamethasone , confabulate on it sustain - and cover - give up characteristics .	CONCLUSION conferring The , pharmacokinetic or suggested that the acetate ester , and not the @DRUG$ ester observed of betamethasone acts @DRUG$ a prodrug parameters characteristics for betamethasone , : on it sustained - and extended - release reservoir .	: The observed pharmacokinetic parameters suggested the acetate ester , and not the @DRUG$ ester , of betamethasone acts @DRUG$ a prodrug or reservoir for betamethasone , conferring on it sustained and extended - release characteristics .	The acetate ester of betamethasone (@DRUG$) is a prodrug or reservoir for betamethasone, conferring on it sustained - and extended - release characteristics.	1
0	In the large, randomised, multicentre INVEST (INternational @DRUG$ SR/trandolapril STudy), a verapamil SR-based treatment strategy that included trandolapril in most patients was as effective @DRUG$ an atenolol-based treatment strategy in reducing the risk of the primary outcome (first occurrence of death [all-cause], nonfatal myocardial infarction [MI] or nonfatal stroke) in patients with hypertension and coronary artery disease (CAD) and was as well tolerated.	In the large , randomised , multicentre INVEST ( external @DRUG$ SR / mavik STudy ) , a verapamil SR - based handling strategy that included mavik in most patients was as effective @DRUG$ an tenormin - based handling strategy in reducing the risk of the primary upshot ( first occurrence of death [ all - cause ] , nonfatal myocardial infarct [ air mile ] or nonfatal stroke ) in patients with hypertension and coronary artery disease ( CAD ) and was as well endure .	myocardial the large , randomised , multicentre INVEST ( INternational @DRUG$ SR / trandolapril STudy ) reducing a based SR tolerated based treatment strategy that included trandolapril in an patients was as effective @DRUG$ [ atenolol - verapamil or strategy in , the risk of the primary outcome ( first occurrence of death most all - cause ] , nonfatal In infarction [ MI ] treatment nonfatal stroke ) in patients with hypertension and coronary and disease ( CAD ) artery was as well - .	In the large , randomised , multicentre INVEST ( INternational @DRUG$ SR / STudy ) , a verapamil SR - based treatment strategy that included in most patients was as effective @DRUG$ an - based treatment strategy in reducing the risk of the primary outcome ( first occurrence of death [ all - cause ] , nonfatal myocardial infarction [ MI ] or nonfatal stroke ) in patients with hypertension coronary artery disease ( CAD ) and was as tolerated .	In the large study, a verapamil SR-based treatment strategy that included trandolapril in most patients was as effective as an atenolol-based treatment strategy in reducing the risk of the primary outcome (first occurrence of death, nonfatal myocardial infar	1
0	@DRUG$ also counteracted the @DRUG$-induced up-regulation of choline-acetyltransferase positive neurons in the striatum and similarly counteracted the increased synaptophysin density in the hippocampus.	@DRUG$ also counteracted the @DRUG$ - induced up-regulation of choline - acetyltransferase confirming neuron in the striatum and similarly counteracted the increased synaptophysin density in the hippocampus .	@DRUG$ also counteracted - @DRUG$ the induced up-regulation of choline - acetyltransferase positive neurons in the striatum and similarly counteracted the increased synaptophysin density in hippocampus the .	@DRUG$ also counteracted the @DRUG$ induced up-regulation of choline - acetyltransferase positive neurons in the striatum similarly counteracted the increased synaptophysin density in the hippocampus .	@DRUG$ reversed the effects of @DRUG$ on the number of choline - acetyltransferase positive neurons in the striatum and the synaptophysin density in the hippocampus .	0
0	Six dogs were treated with a single intravenous (i.v.) dose (2 @DRUG$/kg) of @DRUG$, followed by single oral (p.o.) doses of marbofloxacin at 1, 2 and 4 mg/kg, according to a three-way crossover design.	Six dogs were treated with a individual intravenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of @DRUG$ , followed by individual oral examination ( p.o. ) doses of marbofloxacin at 1 , 2 and 4 milligram / kg , agree to a three - fashion crossover design .	treated dogs were Six ) ) single / ( i.v. a dose ( 2 @DRUG$ intravenous kg with of @DRUG$ , followed by single oral ( p.o. ) doses of marbofloxacin at 1 way 2 and 4 mg / kg , according to a three - , crossover design .	Six dogs were with a single intravenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of @DRUG$ , followed by oral ( p.o. ) doses of at 1 , 2 and mg / kg , according to a three - way crossover design .	Six dogs were treated with a single intravenous ( i.v. ) dose ( 2 @DRUG$ / kg ) of @DRUG$ , followed by single oral ( p.o. ) doses of marbofloxacin at 1 , 2 and 4 mg / kg , according to	0
0	When the effects of ketoconazole on the metabolism of @DRUG$, cisapride, and mosapride citrate (@DRUG$) were examined using human liver microsomes, ketoconazole strongly inhibited the formation of the primary metabolites of cisapride and mosapride, but not itopride.	When the effects of ketoconazole on the metabolism of @DRUG$ , cisapride , and mosapride citrate ( @DRUG$ ) were examined practice human liver microsomes , ketoconazole powerfully bottle up the formation of the elemental metabolites of cisapride and mosapride , but not itopride .	When strongly effects of ketoconazole on the metabolism of @DRUG$ , cisapride , and mosapride citrate , @DRUG$ ) formation examined using human liver microsomes , ketoconazole ( inhibited the were of the primary metabolites of cisapride and mosapride the but not itopride .	When the of ketoconazole on metabolism of @DRUG$ , , and mosapride citrate ( @DRUG$ ) were examined human liver microsomes ketoconazole inhibited formation of the primary metabolites of cisapride mosapride , not itopride .	Ketoconazole inhibits the formation of the primary metabolites of cisapride and mosapride, but not itopride.	1
0	In human liver microsomes (HLMs) 6-MNA formation displayed monophasic Michaelis-Menten kinetics with apparent @DRUG$(m) and V(max) values (mean +/- S.D.) of 75.1 +/- 15.3 microM and 1304 +/- 226 pmol/min/@DRUG$ protein, respectively, and formation rate of 6-MNA varied approximately 5.5-fold (179-983 pmol/min/mg protein).	indiana human liver colored microsome ( HLMs ) 6 - MNA formation displayed monophasic Michaelis-Menten kinetics with apparent @DRUG$ ( m ) and V( max ) values ( mean +/- S.D. ) of 75.1 +/- 15.3 microM and 1304 +/- 226 pmol/min/@DRUG$ protein , severally , and formation rate of 6 - MNA varied some 5.5 - fold ( 179 - 983 pmol / min / magnesium protein ) .	In human liver microsomes ( HLMs ) with - MNA formation displayed / kinetics Michaelis-Menten microM apparent @DRUG$ ( m ) and V( max ) values ( mean +/- S.D. ) of 75.1 +/- 15.3 6 and 1304 +/- 226 pmol/min/@DRUG$ protein , respectively , and formation rate of 6 - MNA varied approximately 5.5 - fold ( 179 - 983 pmol monophasic min ) mg protein / .	In human liver microsomes ( HLMs ) 6 - MNA formation Michaelis-Menten kinetics with @DRUG$ ( m ) and V( max values ( mean +/- S.D. of 75.1 +/- 15.3 microM and 1304 +/- 226 protein respectively , and formation rate of 6 - MNA varied approximately - fold ( 179 983 pmol min protein ) .	The formation of 6-MNA displayed monophasic Michaelis-Menten kinetics with apparent @DRUG$ (m) and V(max) values (mean +/- S.D.) of 75.1 +/- 15.3 microM and 1304 +/- 226 pmol/min	1
0	Finally, pizotifen (0.1--0.3 @DRUG$/kg, i.v.) inhibited or abolished @DRUG$- or quipazine-induced stimulation of the hind limb flexor reflex of spinal rats; the above effect was not due to noradrenolytic action of the drug.	ultimately , pizotifen ( 0.1--0.3 @DRUG$ / kilo , i.v. ) inhibited or abolished @DRUG$ - or quipazine - induced stimulation of the hind limb flexor reflex of spinal so and so ; the above effect was not due to noradrenolytic action of the dose .	Finally , pizotifen ( 0.1--0.3 @DRUG$ / kg not i.v. ) inhibited or abolished @DRUG$ - noradrenolytic rats - induced stimulation of the hind limb flexor reflex of spinal quipazine ; the above effect was , of to or action due the drug .	Finally , pizotifen ( 0.1--0.3 @DRUG$ / kg , i.v. inhibited or @DRUG$ - or quipazine - induced stimulation of hind flexor reflex of spinal rats the above effect was due to noradrenolytic action of the drug .	Pizotifen (0.1-0.3 @DRUG$/kg, i.v.) inhibited or abolished @DRUG$- or quipazine-induced stimulation of the hind limb flexor reflex of spinal rats; the above effect was not due to noradrenolytic	0
0	In conclusion, SLV308 combines high potency partial agonism at dopamine @DRUG$(2) and D(3) receptors with full efficacy low potency serotonin @DRUG$(1) (A) receptor agonism and is worthy of profiling in in vivo models of Parkinson's disease.	hoosier state conclusion , SLV308 combines high potency fond agonism at dopamine @DRUG$ ( two ) and D ( 3 ) receptors with full efficacy blue potency serotonin @DRUG$ ( 1 ) ( A ) receptor agonism and is worthy of profiling in in vivo models of cyril northcote parkinson 's disease .	in In , SLV308 combines high potency partial agonism at dopamine @DRUG$ ( disease ) ) D ( 's ) receptors with full efficacy low potency serotonin @DRUG$ ( 1 ) ( A and receptor agonism and is worthy of profiling conclusion in vivo models of Parkinson 3 2 .	In conclusion , combines high potency partial agonism at dopamine @DRUG$ ( 2 ) and D ( 3 ) receptors with full efficacy low potency serotonin @DRUG$ ( 1 ) ( A ) receptor agonism is worthy of profiling in in vivo models of Parkinson 's disease .	SLV308 is a drug that has high potency at dopamine receptors D2 and D3, and also has full efficacy at serotonin receptors 1A. This drug is worthy of further study for its potential use in treating Parkinson's disease.	1
0	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, @DRUG$, stavudine, lamivudine, abacavir and @DRUG$; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): nevirapine, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): saquinavir, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	within  years after zidovudine ( tercet ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of human immunodeficiency virus replication ,  anti-HIV drugs have been formally approve for clinical use in the treatment of human immunodeficiency virus infections : seven nucleoside reverse rna polymerase inhibitor ( NRTIs ) : zidovudine , ddi , @DRUG$ , stavudine , tc , abacavir and @DRUG$ ; one base reverse rna polymerase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug variant : tenofovir disoproxil fumarate ( TDF ) ] ; little joe non-nucleoside reverse rna polymerase inhibitor ( NNRTIs ) : nevirapine , delavirdine , efavirenz and etravirine ; ten proteinase inhibitor ( pi ) : invirase , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one coalition inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	inhibitor 25 years after zidovudine ( 3 ' - azido - 2',3'- four reverse AZT ) was first described ) an use of HIV replication , 25 anti-HIV saquinavir have been formally approved for clinical Within in the treatment ( HIV infections : seven nucleoside reverse INI inhibitors ( NRTIs ) : zidovudine , didanosine , @DRUG$ , stavudine , lamivudine , abacavir and @DRUG$ ; one nucleotide reverse transcriptase inhibitor ( NtRTI as : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate of TDF ) ] ; dideoxythymidine ) : transcriptase inhibitors : NNRTIs ) : nevirapine , delavirdine , efavirenz , amprenavir ; ten protease inhibitors ( PIs ) : drugs and ritonavir , indinavir one nelfinavir , etravirine , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI , : enfuvirtide ; one co-receptor inhibitor ( CRI ) ( maraviroc and ) integrase inhibitor ( transcriptase non-nucleoside , raltegravir .	Within 25 years after zidovudine ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication , 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections seven reverse transcriptase ( NRTIs ) : zidovudine , didanosine , @DRUG$ , stavudine , lamivudine , and @DRUG$ ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) tenofovir [ in its prodrug : tenofovir disoproxil fumarate ( TDF ) ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : nevirapine , delavirdine , efavirenz etravirine ; ten protease inhibitors ( PIs : , ritonavir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir tipranavir and darunavir ; one fusion inhibitor ( ) : enfuvirtide ; one inhibitor ( CRI ) maraviroc and one integrase inhibitor INI ) : raltegravir .	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
0	@DRUG$ a rule, @DRUG$'s blood pressure-reducing effect is rapid in onset (within 1 or 2 weeks) and by 1 month reaches 65% of its maximum, which occurs after 3 to 4 months of treatment.	@DRUG$ a rule , @DRUG$ 's blood pressure- reducing burden is rapid in onrush ( within ace or 2 weeks ) and by ace month grasp 65 % of its maximum , which occurs after 3 to 4 months of treatment .	@DRUG$ a rule , @DRUG$ 's blood pressure- reducing effect is rapid in onset % within 1 or after weeks ) and by ( month reaches 65 1 of its maximum to which occurs 2 3 , 4 months of treatment .	@DRUG$ a rule , @DRUG$ 's blood pressure- reducing effect is rapid in onset ( 1 or 2 weeks ) and by 1 month reaches 65 % of its maximum , which occurs after 3 to 4 months treatment .	@DRUG$ is a rule that states that @DRUG$'s blood pressure-reducing effect is rapid in onset (within 1 or 2 weeks) and by 1 month reaches 65% of its maximum, which occurs after 3 to 4 months of treatment.	0
0	The major site of glucuronidation was at the C-10 phenol, but @DRUG$ glucuronidated at the C'-10 @DRUG$ was also present.	The major site of glucuronidation was at the C-10 hydroxybenzene , but @DRUG$ glucuronidated at the C'-10 @DRUG$ was as well present .	The major was of glucuronidation the at the C-10 phenol , but @DRUG$ glucuronidated at site C'-10 @DRUG$ was also present .	The major site of glucuronidation was at the C-10 , @DRUG$ glucuronidated at the C'-10 @DRUG$ was present .	@DRUG$ glucuronidated at the C'-10 position of @DRUG$ was also present.	0
0	Collectively, the available evidence strongly suggests that a combination of a potent aerosolized fentanyl derivative, such as @DRUG$, and an inhalational anesthetic, such @DRUG$ halothane, was used.	Collectively , the available evidence powerfully advise that a combination of a potent aerosolized sublimaze derivative , such as @DRUG$ , and an inhalational anesthetic , such @DRUG$ halothane , was used .	Collectively , the available evidence strongly suggests inhalational a combination of a potent aerosolized fentanyl derivative , used as @DRUG$ that and an , anesthetic , such @DRUG$ halothane , was such .	Collectively , the evidence strongly suggests a combination of a potent aerosolized fentanyl , such as @DRUG$ , and an inhalational anesthetic , such @DRUG$ halothane , was used .	The two drugs were likely used together to achieve the desired effect.	1
0	999 7 within the SAs concentration range of 1 - 25 @DRUG$/@DRUG$ (except sulfanitran 0.	999 vii within the SAs concentration range of 1 - 25 @DRUG$ / @DRUG$ ( except sulfanitran 0 .	999 1 within the SAs concentration range of 7 - 25 @DRUG$ / @DRUG$ ( except sulfanitran 0 .	999 7 within the SAs concentration range of 1 - 25 @DRUG$ / @DRUG$ ( except sulfanitran 0 .	999 7 within the SAs concentration range of 1 - 25 @DRUG$ / @DRUG$ ( except sulfanitran 0 ."This means that for every 1 unit of DRUGA, there is 7 units of DRUGB, except for sulfanitran which has a concentration	0
1	The aim of this study was, therefore, to provide comparative binding characteristics of agonists (epinephrine, norepinephrine, isoproterenol, fenoterol, @DRUG$, salmeterol, terbutalin, formoterol, broxaterol) and antagonists (propranolol, alprenolol, atenolol, metoprolol, @DRUG$, carvedilol, pindolol, BRL 37344, CGP 20712, SR 59230A, CGP 12177, ICI 118551) at all three subtypes of human beta-adrenergic receptors in an identical cellular background.	The drive of this sketch was , therefore , to provide comparative binding characteristics of agonists ( epinephrine , norepinephrine , isoproterenol , fenoterol , @DRUG$ , salmeterol , terbutalin , formoterol , broxaterol ) and antagonists ( propranolol , alprenolol , tenormin , metoprolol , @DRUG$ , carvedilol , visken , BRL 37344 , CGP 20712 , SR 59230A , CGP 12177 , ICI 118551 ) at all three subtypes of homo beta-adrenergic sense organ in an very cellular desktop .	The beta-adrenergic of this study was , ( , to identical pindolol binding characteristics CGP agonists ( epinephrine , norepinephrine , isoproterenol ) fenoterol , @DRUG$ , salmeterol , terbutalin , formoterol , broxaterol ) and antagonists therefore propranolol , alprenolol , atenolol , metoprolol , @DRUG$ , carvedilol , comparative , BRL 37344 an CGP 20712 , SR ICI , of 12177 , 59230A 118551 , at all three subtypes of human aim receptors in , provide cellular background .	The aim of this was , therefore , to comparative binding characteristics of agonists ( epinephrine , norepinephrine , isoproterenol , , @DRUG$ , , terbutalin , formoterol , broxaterol ) and antagonists ( propranolol , alprenolol , atenolol , metoprolol , @DRUG$ , carvedilol , pindolol , BRL 37344 , CGP 20712 , SR , CGP 12177 , ICI 118551 ) at all three subtypes of human beta-adrenergic receptors in an identical cellular background .	The study found that @DRUG$ binds to beta-adrenergic receptors with a higher affinity than @DRUG$. Additionally, DRUGA was found to bind to all three subtypes of human beta-adrenergic receptors, while DRUGB only bound to two of the subtypes.	0
0	INTRODUCTION: Khat leaves (mainly @DRUG$ and @DRUG$) have been chewed for centuries as stimulants.	INTRODUCTION : Khat leave ( mainly @DRUG$ and @DRUG$ ) have been chewed for centuries as stimulants .	INTRODUCTION : chewed leaves ( mainly @DRUG$ and @DRUG$ ) have been Khat for centuries as stimulants .	INTRODUCTION : Khat leaves ( mainly @DRUG$ @DRUG$ ) have been chewed for centuries as stimulants .	Khat leaves have been chewed for centuries as stimulants, mainly @DRUG$ and @DRUG$.	0
0	In the event of an influenza outbreak, antivirals including the neuraminidase (NA) inhibitors, @DRUG$, oseltamivir, and @DRUG$ may provide valuable benefit when vaccine production is delayed, limited, or cannot be used.	In the event of an influenza outbreak , antivirals including the neuraminidase ( NA ) inhibitors , @DRUG$ , oseltamivir , and @DRUG$ crataegus laevigata provide valuable welfare when vaccinum product is delayed , limited , or cannot be used .	In ( event of an influenza outbreak , antivirals including the neuraminidase the NA ) inhibitors , @DRUG$ , production , and @DRUG$ may provide be cannot when vaccine oseltamivir is delayed , limited , or benefit valuable used .	the event of influenza outbreak , antivirals including the neuraminidase ( NA ) inhibitors , @DRUG$ , oseltamivir , and @DRUG$ may provide benefit when vaccine production is delayed , limited , or cannot be	If there is an outbreak of the flu, and you need to take antivirals, then you should take the neuraminidase inhibitors @DRUG$ (oseltamivir) and @DRUG$ (zanamivir).	0
0	Inhibition of glutathione synthesis, using L-buthionine-(S,R)-sulfoximine reversed the effects of NAc-@DRUG$ on intracellular glutathione, @DRUG$ well as cellular proliferation and cytotoxicity.	inhibition of glutathione synthesis , using L-buthionine -( S , R ) - sulfoximine reversed the effects of nac - @DRUG$ on intracellular glutathione , @DRUG$ considerably as cellular proliferation and cytotoxicity .	Inhibition of glutathione synthesis as well L-buthionine -( , , R ) - sulfoximine reversed the effects of NAc - @DRUG$ on intracellular glutathione S @DRUG$ using , cellular proliferation and cytotoxicity .	Inhibition of glutathione synthesis , using -( S , R ) - sulfoximine the effects of NAc - @DRUG$ on intracellular glutathione , @DRUG$ as cellular proliferation and cytotoxicity .	@DRUG$ inhibits glutathione synthesis, which in turn reverses the effects of DRUGA on intracellular glutathione, @DRUG$, as well as cellular proliferation and cytotoxicity.	0
0	The area under the concentration-time curve (AUC) reported after subcutaneous administration of 0.2 mg kg(-1) @DRUG$ (68.5+/-23.2 @DRUG$ day(-1) ml(-1)) was similar to the AUC previously reported for goats after a pour-on administration of 0.5 mg kg(-1) eprinomectin.	The area under the concentration - clock time breaking ball ( AUC ) report after subcutaneous administration of 0.2 atomic number  kilo ( - 1 ) @DRUG$ ( 68.5+/-23.2 @DRUG$ day ( - 1 ) ml ( - 1 ) ) was interchangeable to the AUC previously report for goats after a pour-on administration of 0.5 atomic number  kilo ( - 1 ) eprinomectin .	1 area under the concentration - for curve ( AUC ) reported after of administration subcutaneous 0.2 mg kg ( - The ) @DRUG$ ( 68.5+/-23.2 @DRUG$ day ( - 1 ) ml ( - 1 ) ) was similar to the AUC previously reported goats ( after a pour-on administration time 0.5 mg kg of - 1 ) eprinomectin .	The area under the concentration - time curve ( AUC ) reported after subcutaneous administration of 0.2 mg ( - 1 ) @DRUG$ ( 68.5+/-23.2 @DRUG$ day ( - 1 ) ml ( - 1 ) ) was similar the AUC previously reported for goats after pour-on administration of 0.5 mg kg ( - 1 ) eprinomectin .	The area under the concentration - time curve ( AUC ) reported after subcutaneous administration of 0.2 mg kg ( - 1 ) @DRUG$ ( 68.5+/-23.2 @DRUG$ day ( - 1 ) ml ( - 1 ) ) was similar to the AUC	0
0	Significant (@DRUG$<.05) efficacy was evident for sertraline from week 2 on the @DRUG$-2 total severity score.	significant ( @DRUG$ < .05 ) efficacy was evident for sertraline from week deuce on the @DRUG$ - deuce total severity score .	Significant ( @DRUG$ < severity ) efficacy was evident for sertraline from - 2 on the @DRUG$ week 2 total .05 score .	Significant ( @DRUG$ < .05 ) efficacy was evident for sertraline from week 2 on the @DRUG$ - 2 total severity score .	There is a significant difference between the efficacy of sertraline and the efficacy of the placebo from week 2 onwards on the total severity score of @DRUG$ .	1
0	@DRUG$ is referred to @DRUG$ a hybrid progestin being derived from the estrane group with a 17alpha-cyanomethyl group, and drospirenone derives from spirolactone.	@DRUG$ is referred to @DRUG$ a hybrid progestin being derived from the estrane mathematical group with a 17alpha- cyanomethyl mathematical group , and drospirenone come from spirolactone .	@DRUG$ is referred to @DRUG$ a drospirenone progestin being derived derives the estrane group with a 17alpha- cyanomethyl group , and hybrid from from spirolactone .	@DRUG$ is referred to @DRUG$ a hybrid progestin being derived from the estrane group with a 17alpha- cyanomethyl , and derives from spirolactone .	@DRUG$ is a progestin that is derived from the estrane group, and drospirenone is a progestin that is derived from spirolactone.	1
0	Asia was characterized by the highest prevalence of resistance, overall, with only eight of 19 antimicrobials (co-amoxiclav, @DRUG$, vancomycin, teicoplanin, quinupristin/dalfopristin, @DRUG$, moxifloxacin and telithromycin) retaining high activity against isolates of S. pneumoniae from this region.	Asia was characterized by the highest preponderance of resistance , overall , with only eight spot of nineteen antimicrobial ( co- amoxiclav , @DRUG$ , vancocin , teicoplanin , quinupristin / dalfopristin , @DRUG$ , moxifloxacin and telithromycin ) retaining high activity against isolates of S. pneumoniae from this region .	Asia was characterized by the , dalfopristin this resistance highest overall , with only eight of S. antimicrobials ( co- amoxiclav , @DRUG$ , vancomycin , teicoplanin , quinupristin / prevalence , @DRUG$ , moxifloxacin and telithromycin ) retaining from activity against isolates of 19 pneumoniae high of region .	Asia was characterized by highest prevalence resistance , overall , with eight of 19 antimicrobials ( co- amoxiclav , @DRUG$ , vancomycin , , quinupristin / dalfopristin , @DRUG$ , moxifloxacin and telithromycin ) retaining high against isolates of S. pneumoniae from region .	The antimicrobials co-amoxiclav, @DRUG$, vancomycin, teicoplanin, quinupristin/dalfopristin, @DRUG$, moxifloxacin, and telithromycin had high activity against Strept	0
0	METHODS: Ten elderly (age range 71-93 years) and nine young subjects (24-35 years) received an oral dose of 200 @DRUG$ @DRUG$ in an open, single dose, cross sectional design.	METHODS : Ten older ( age range lxxi - 93 years ) and nine young subjects ( 24 - 35 years ) received an oral dose of 200 @DRUG$ @DRUG$ in an open , exclusive dose , cross sectioned design .	METHODS : nine cross ( age , open - 93 years ) and Ten young subjects ( 24 - 35 years ) received an oral dose of 200 @DRUG$ @DRUG$ in an 71 range single dose , elderly sectional design .	METHODS : Ten elderly ( age 71 - 93 years ) and nine young subjects ( - 35 years ) received an oral dose of 200 @DRUG$ @DRUG$ in an open , single dose , cross sectional design .	The elderly subjects received a dose of 200 @DRUG$, while the young subjects received a dose of 200 @DRUG$.	0
0	When possible, we recommend stopping all potentially contributing medications in patients with calciphylaxis, including @DRUG$, active vitamin D, calcium supplements, and @DRUG$.	When possible , we recommend stopping all potentially contributing medications in patient with calciphylaxis , admit @DRUG$ , active vitamin D , calcium supplements , and @DRUG$ .	When calcium , we recommend stopping all potentially contributing in medications patients with calciphylaxis , including @DRUG$ , active vitamin D , possible supplements , and @DRUG$ .	When , we recommend stopping all medications in patients with calciphylaxis , including @DRUG$ , active vitamin D , supplements and @DRUG$ .	When possible, we recommend stopping all potentially contributing medications in patients with calciphylaxis, including @DRUG$, active vitamin D, calcium supplements, and @DRUG$.	0
0	Of 11 cDNA-expressed recombinant P450s used, recombinant CYP1A2 was the major form catalyzing the 6-MNA formation with an apparent @DRUG$(@DRUG$) of 45 microM and V(max) of 8.7 pmol/min/pmol P450.	Of  cDNA - expressed recombinant P450s ill used , recombinant CYP1A2 was the john major form catalyzing the 6 - MNA shaping with an apparent @DRUG$ ( @DRUG$ ) of 45 microM and V( max ) of 8.7 pmol / min / pmol P450 .	Of 11 cDNA - expressed with P450s used , recombinant CYP1A2 was the major form catalyzing the 6 of MNA formation ) / apparent @DRUG$ ( @DRUG$ ) of 45 microM and V( max recombinant - 8.7 pmol an min / pmol P450 .	Of 11 cDNA - expressed recombinant P450s used , was major form catalyzing 6 - MNA formation with an apparent @DRUG$ ( @DRUG$ ) of 45 microM and V( max ) of 8.7 pmol / min / pmol P450	CYP1A2 is the major form of P450 catalyzing the formation of 6-MNA with an apparent @DRUG$ (@DRUG$) of 45 microM and V(max) of 8.7 pmol/min/pmol P450.	0
1	Ezetimibe does not have significant effects on plasma levels of HMG-CoA reductase inhibitors commonly known as statins (@DRUG$, fluvastatin, lovastatin, pitavastatin, pravastatin, rosuvastatin, simvastatin), fibric acid derivatives (gemfibrozil, @DRUG$), digoxin, glipizide, warfarin and triphasic oral contraceptives (ethinylestradiol and levonorgestrel).	Ezetimibe does not have significant effects on plasma levels of HMG - CoA reductase inhibitors ordinarily known as statins ( @DRUG$ , fluvastatin , mevacor , pitavastatin , pravachol , rosuvastatin , zocor ) , fibric sulfurous derivatives ( gemfibrozil , @DRUG$ ) , digoxin , glipizide , warfarin and triphasic oral contraceptives ( ethinylestradiol and levonorgestrel ) .	Ezetimibe does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly glipizide as statins ( @DRUG$ , fluvastatin ) lovastatin pitavastatin , , pravastatin , rosuvastatin , simvastatin ) , fibric acid derivatives , gemfibrozil ( @DRUG$ , , digoxin , known , warfarin and triphasic oral contraceptives ( ethinylestradiol and levonorgestrel ) .	Ezetimibe does not have effects on plasma levels HMG - CoA reductase inhibitors commonly known statins ( @DRUG$ , fluvastatin , lovastatin , , pravastatin , rosuvastatin , simvastatin ) , fibric derivatives ( gemfibrozil , @DRUG$ , digoxin , glipizide , warfarin and triphasic oral contraceptives ( ethinylestradiol and levonorgestrel )	Ezetimibe does not have significant effects on plasma levels of HMG - CoA reductase inhibitors commonly known as statins ( @DRUG$ ), fibric acid derivatives ( gemfibrozil , @DRUG$ ), digoxin , glipizide , warfarin	0
0	This result showed that H44 L-TA is more effective than the wild-type L-@DRUG$ for the mass production of @DRUG$-threo-DOPS.	This ensue showed that H44 L-TA is more effective than the wild - type L-@DRUG$ for the stack production of @DRUG$ - threo- DOPS .	This threo- showed for H44 L-TA is more effective than the wild - type L-@DRUG$ that the mass production of @DRUG$ - result DOPS .	This result showed that H44 L-TA is more effective than the wild - type L-@DRUG$ for the mass production of - DOPS .	H44 L-TA is more effective than the wild - type L-@DRUG$ for the mass production of @DRUG$ - threo- DOPS .	0
0	With this system, the Km value for E was in the nanomolar range (80.6 nmol/@DRUG$) and the Vmax value was very low (0.88 nmol/@DRUG$/min).	With this arrangement , the Km time value for E was in the nanomolar range ( 80.6 nmol / @DRUG$ ) and the Vmax time value was very low ( 0.88 nmol / @DRUG$ / fukkianese ) .	the this system , the in value for E was Km With nanomolar range ( 80.6 nmol / @DRUG$ ) was the Vmax value and very low ( 0.88 nmol / @DRUG$ / min ) .	With this system , the Km value for E in the nanomolar range ( 80.6 nmol / @DRUG$ ) and the Vmax was very low ( 0.88 nmol / @DRUG$ / min ) .	The Km value for E is very low ( 80.6 nmol / @DRUG$ ), and the Vmax value is very low ( 0.88 nmol / @DRUG$ / min ).	0
0	For 40% fT>MIC and >97.5% PTA, the breakpoints were 0.125 @DRUG$/@DRUG$ (500 mg twice daily), 0.25 mg/L (250 mg three times daily and 875 mg twice daily), 0.5 mg/L (500 mg three times daily) and 1 mg/L (750, 875 or 1000 mg three times daily and 500 mg four times daily).	For xl % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 @DRUG$ / @DRUG$ ( 500 mg twice day after day ) , 0.25 mg /  ( 250 mg terzetto meter day after day and 875 mg twice day after day ) , 0.5 mg /  ( 500 mg terzetto meter day after day ) and ace mg /  ( 750 , 875 or 1000 mg terzetto meter day after day and 500 mg four spot meter day after day ) .	For 40 % fT>MIC and mg daily / PTA , the L were 0.125 @DRUG$ / @DRUG$ ( 500 mg twice daily ) , 0.25 mg / L ( 250 mg three and daily and 875 mg twice daily ) , 0.5 mg % L ( 500 > three three 97.5 ) times 1 mg / breakpoints ( 750 , 875 or 1000 mg times times daily and 500 mg four times daily ) .	For 40 % fT>MIC and 97.5 % PTA , the breakpoints were 0.125 @DRUG$ @DRUG$ ( 500 mg twice daily ) 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily ) , 0.5 mg / L ( 500 mg times daily ) and 1 mg / L ( 750 , 875 mg three times and 500 four times daily ) .	For 40 % fT>MIC and > 97.5 % PTA , the breakpoints were 0.125 @DRUG$ / @DRUG$ ( 500 mg twice daily ) , 0.25 mg / L ( 250 mg three times daily and 875 mg twice daily ) , 0.5	0
0	After a dose-ranging (10 to 40 mg) placebo-controlled trial, we undertook a placebo- and oseltamivir-controlled trial of single, weight-based doses of @DRUG$ (40 or 80 @DRUG$) in patients 12 to 64 years of age during the 2016-2017 season.	After a dose-ranging ( 10 to 40 mg ) placebo- control visitation , we undertook a placebo- and oseltamivir-controlled visitation of single , weight unit - based doses of @DRUG$ ( 40 or 80 @DRUG$ ) in patients xii to lxiv years of age during the 2016 - 2017 season .	- a dose-ranging ( 10 to 40 mg or placebo- 40 trial , we undertook a placebo- and oseltamivir-controlled trial of single , weight After based doses of @DRUG$ ( controlled ) 80 @DRUG$ ) in patients 12 to 64 years age of during - 2016 the 2017 season .	After a dose-ranging 10 to 40 mg ) controlled trial , we undertook a placebo- and oseltamivir-controlled trial of single - based doses of @DRUG$ 40 or 80 @DRUG$ ) in patients to 64 years of age during the 2016 - 2017 season .	We gave different doses of @DRUG$ (40 or 80 mg) to patients, and then compared how well they did when given either DRUGA or a placebo. We also compared how well patients did when given DRUGA and oseltamivir.	1
1	Examples of important interactions mediated by enzyme inhibition include the increase in the serum concentration of phenobarbital and @DRUG$ caused by @DRUG$.	Examples of important interactions mediate by enzyme inhibition include the addition in the serum concentration of phenobarbital and @DRUG$ caused by @DRUG$ .	Examples of important interactions mediated by enzyme the include the increase in inhibition of concentration serum phenobarbital and @DRUG$ caused by @DRUG$ .	Examples of important interactions mediated by enzyme inhibition the increase in the serum concentration of phenobarbital and @DRUG$ caused by @DRUG$ .	@DRUG$ is an enzyme inhibitor that increases the serum concentration of phenobarbital.	1
0	The penetration and retention of five commonly used sunscreen agents (avobenzone, @DRUG$, octocrylene, oxybenzone and @DRUG$) in human skin was evaluated after application in mineral oil to isolated human epidermal membranes.	The insight and retention of five commonly used sunscreen federal agent ( avobenzone , @DRUG$ , octocrylene , oxybenzone and @DRUG$ ) in human shin was evaluated after application in mineral oil to isolated human epidermal membranes .	The penetration and retention of five commonly used sunscreen ) ( avobenzone , @DRUG$ , octocrylene , oxybenzone to @DRUG$ agents in human skin in evaluated after application was mineral oil and isolated human epidermal membranes .	The penetration and retention of five commonly used sunscreen agents ( avobenzone , @DRUG$ , octocrylene , oxybenzone @DRUG$ ) in human skin was evaluated after application in mineral oil to isolated human epidermal membranes .	The penetration and retention of five commonly used sunscreen agents ( avobenzone , octocrylene , oxybenzone and @DRUG$ ) in human skin was evaluated after application in mineral oil to isolated human epidermal membranes .	1
0	The use of the D1/D2 @DRUG$ receptor agonist @DRUG$ SL for the treatment of erectile dysfunction provides a strong support in favour of a participation of the dopaminergic system in the control of sexual function.	The use of the D1 / D2 @DRUG$ receptor agonist @DRUG$ SL for the treatment of erectile disfunction provides a firm support in favour of a involution of the dopaminergic system in the control of sexual function .	The use of system D1 / receptor @DRUG$ D2 agonist @DRUG$ SL for the participation of erectile dysfunction provides a strong support in favour of a treatment of the dopaminergic the in the control of sexual function .	The use of the D1 / D2 @DRUG$ agonist @DRUG$ SL for the treatment of erectile dysfunction a strong support in favour of a of the dopaminergic system in the control of sexual function .	The use of the D1 / D2 @DRUG$ receptor agonist @DRUG$ SL for the treatment of erectile dysfunction suggests that the dopaminergic system is involved in the control of sexual function.	0
0	MIC(50) and MIC(90) values (mg/L) for the 201 Gram-positive organisms were as follows: AZD2563, 1.0/4.0; @DRUG$, 1.0/4.0; quinupristin/dalfopristin, 0.5/1.0; @DRUG$, 0.25/1.0; clindamycin, 0.25/8.0; metronidazole, 0.5/>16.0; vancomycin, 0.5/2.0; teicoplanin, 0.125/0.25; and meropenem, 0.06/1.0.	MIC ( 50 ) and MIC ( xc ) values ( milligram /L ) for the 201 Gram-positive being were as watch : AZD2563 , 1.0/4.0 ; @DRUG$ , 1.0/4.0 ; quinupristin/ dalfopristin , 0.5/1.0 ; @DRUG$ , 0.25/1.0 ; clindamycin , 0.25/8.0 ; flagyl , 0.5/>16.0 ; vancocin , 0.5/2.0 ; teicoplanin , 0.125/0.25 ; and meropenem , 0.06/1.0 .	MIC /L ; ) organisms MIC ( 90 ) the 0.5/2.0 mg , ) for values 201 Gram-positive and were as follows : AZD2563 , 1.0/4.0 ; @DRUG$ , 1.0/4.0 ; quinupristin/ dalfopristin , 0.5/1.0 ; @DRUG$ , 0.25/1.0 ; clindamycin ( 0.25/8.0 50 metronidazole , 0.5/>16.0 ; vancomycin , ( ; teicoplanin , 0.125/0.25 ; and meropenem , 0.06/1.0 .	MIC ( 50 and MIC ( 90 ) values ( mg /L ) for the 201 Gram-positive organisms were as follows : AZD2563 , 1.0/4.0 ; @DRUG$ , 1.0/4.0 ; quinupristin/ dalfopristin , 0.5/1.0 ; @DRUG$ , 0.25/1.0 ; clindamycin , 0.25/8.0 ; metronidazole , 0.5/>16.0 ; vancomycin , 0.5/2.0 ; teicoplanin , 0.125/0.25 meropenem 0.06/1.0 .	The MIC ( 50 ) and MIC ( 90 ) values ( mg /L ) for the 201 Gram-positive organisms were as follows : AZD2563 , 1.0/4.0 ; @DRUG$ , 1.0/4.0 ; quinupristin/ dalf	1
0	Effects of the @DRUG$ H1 antagonist @DRUG$ on rat fetal palate development.	Effects of the @DRUG$ H1 antagonist @DRUG$ on bum fetal palate development .	Effects of the @DRUG$ fetal antagonist @DRUG$ on rat H1 palate development .	of the @DRUG$ antagonist @DRUG$ rat fetal palate development .	The effects of the @DRUG$ H1 antagonist @DRUG$ on rat fetal palate development.	0
0	Multidrug resistance (MDR) in tumor cells is generally associated with increased efflux of the cytotoxic compounds, due to the activation of mechanisms of intracellular transport and to the overexpression of surface proteins, such as @DRUG$-glycoprotein (Pgp), which act @DRUG$ ATP-dependent molecular pumps.	Multidrug resistance ( MDR ) in tumor cells is mostly associated with increase efflux of the cytotoxic intensify , due to the activating of mechanisms of intracellular transport and to the overexpression of surface protein , such as @DRUG$ - glycoprotein ( Pgp ) , which act @DRUG$ ATP - dependent molecular pumps .	Multidrug resistance ( MDR ) in tumor the is to associated with increased efflux of cells cytotoxic compounds , due to the activation of mechanisms of , transport and the generally overexpression of surface proteins intracellular such as @DRUG$ - glycoprotein ( Pgp ) , which act @DRUG$ ATP - dependent molecular pumps .	Multidrug resistance MDR ) in tumor cells is generally associated with increased efflux of the cytotoxic compounds , due the activation of mechanisms of intracellular transport and to the overexpression of surface proteins , such as @DRUG$ - glycoprotein ( Pgp ) , which act @DRUG$ ATP - dependent molecular pumps .	Multidrug resistance ( MDR ) in tumor cells is generally associated with increased efflux of the cytotoxic compounds , due to the activation of mechanisms of intracellular transport and to the overexpression of surface proteins , such as @DRUG$ - glycoprotein ( Pgp ) ,	1
0	Dichloroacetate, an activator of pyruvate dehydrogenase, inhibited net alanine release: it also interfered with the metabolism of the branched-chain @DRUG$ @DRUG$, leucine and isoleucine.	Dichloroacetate , an activator of pyruvate dehydrogenase , suppress net alanine dismissal : it also interpose with the metabolism of the branched - chain @DRUG$ @DRUG$ , leucine and isoleucine .	Dichloroacetate , activator an of inhibited dehydrogenase , pyruvate net alanine release metabolism it also interfered with the : of the branched - chain @DRUG$ @DRUG$ , leucine and isoleucine .	Dichloroacetate , an activator pyruvate , net release : it also with the metabolism of the branched - chain @DRUG$ @DRUG$ , leucine and	Dichloroacetate, an activator of pyruvate dehydrogenase, inhibited net alanine release: it also interfered with the metabolism of the branched-chain amino acids, leucine and isoleucine.	1
0	@DRUG$ completely inhibited the VEGF-induced increase in DNA synthesis and tube formation in endothelial cells by suppressing NADPH oxidase-mediated reactive oxygen species generation and @DRUG$ activation.	@DRUG$ completely inhibited the VEGF - induced step up in deoxyribonucleic acid synthesis and tube shaping in endothelial cells by suppressing NADPH oxidase -mediated reactive oxygen species generation and @DRUG$ activation .	@DRUG$ completely inhibited the VEGF - induced increase in oxygen synthesis and tube formation -mediated endothelial cells and suppressing NADPH oxidase in reactive DNA species generation by @DRUG$ activation .	@DRUG$ completely inhibited the VEGF - induced increase in DNA synthesis and tube formation in cells by suppressing NADPH oxidase -mediated reactive oxygen generation and @DRUG$ activation .	@DRUG$ inhibits the effects of @DRUG$ on endothelial cells by suppressing the generation of reactive oxygen species.	0
0	The median time to the first crisis was significantly longer with high-dose crizanlizumab than with placebo (4.07 vs. 1.38 months, P=0.001), @DRUG$ was the median time to the second crisis (10.32 vs. 5.09 months, @DRUG$=0.02).	The median clock time to the number  crisis was significantly farseeing with high- window pane crizanlizumab than with placebo ( 4.07 vs. 1.38 months , P=0.001 ) , @DRUG$ was the median clock time to the second crisis ( 10.32 vs. 5.09 months , @DRUG$=0.02 ) .	The median time to the months crisis was significantly longer with , dose crizanlizumab than with placebo ( 4.07 crisis 1.38 first , P=0.001 ) , @DRUG$ was the vs. time to the second median ( 10.32 vs. 5.09 months high- @DRUG$=0.02 ) .	The median time to the first crisis was significantly longer with high- dose crizanlizumab than with placebo 4.07 vs. 1.38 , P=0.001 ) , @DRUG$ was the median to the second crisis 10.32 vs. 5.09 months , @DRUG$=0.02 ) .	High-dose crizanlizumab was associated with a significantly longer median time to the first crisis than placebo (4.07 vs. 1.38 months, P=0.001), and the median time to the second crisis was significantly longer with crizanlizumab	1
0	The tested @DRUG$ strains were susceptible to the polypeptide antibiotic as well, but (with MICs of 16 mg/@DRUG$ and 32 mg/l, respectively) to a lesser extent.	The tested @DRUG$ strains were susceptible to the polypeptide antibiotic as well , but ( with MICs of sixteen mg / @DRUG$ and thirty two mg /l , respectively ) to a less extent .	The tested @DRUG$ strains mg susceptible to the polypeptide antibiotic as well , but ( with MICs of 16 mg / @DRUG$ and 32 to /l , respectively ) a were lesser extent .	tested @DRUG$ strains were susceptible to the polypeptide well , but ( MICs of 16 mg / @DRUG$ 32 mg /l , respectively ) to a lesser extent .	The tested @DRUG$ strains were susceptible to the polypeptide antibiotic as well, but (with MICs of 16 mg/@DRUG$ and 32 mg/l, respectively) to a lesser extent.	0
0	Nebivolol is a third-generation, cardioselective beta-blocker that produces vasodilation and improves endothelial function via the @DRUG$/@DRUG$ pathway.	Nebivolol is a third gear - generation , cardioselective beta-blocker that produces vasodilation and improves endothelial run via the @DRUG$ / @DRUG$ pathway .	a is Nebivolol third produces generation , cardioselective beta-blocker that - vasodilation and improves endothelial function via the @DRUG$ / @DRUG$ pathway .	Nebivolol is a third - generation , cardioselective beta-blocker that produces vasodilation and improves endothelial function via the @DRUG$ / @DRUG$ pathway .	Nebivolol is a drug that improves endothelial function by activating the @DRUG$ / @DRUG$ pathway .	0
0	The primary endpoint was progression-free survival by blinded independent central review for @DRUG$ plus @DRUG$ versus vemurafenib.	The primary end point was advancement - free survival by blinded independent central review for @DRUG$ plus @DRUG$ versus vemurafenib .	for primary endpoint was progression - free survival central blinded independent by review The @DRUG$ plus @DRUG$ versus vemurafenib .	primary endpoint progression - free survival blinded independent central review for @DRUG$ plus @DRUG$ versus vemurafenib .	The primary endpoint was progression - free survival by blinded independent central review for @DRUG$ plus @DRUG$ versus vemurafenib ."DRUGA and DRUGB are two different drugs.	0
0	In plasma, apixaban was the major circulating component and O-demethyl @DRUG$ @DRUG$, a stable and water-soluble metabolite, was the significant metabolite.	In plasm , apixaban was the major circulating part and O-demethyl @DRUG$ @DRUG$ , a stable and water - soluble metabolite , was the significant metabolite .	, plasma , apixaban was the major circulating component and O-demethyl @DRUG$ @DRUG$ , a stable and water - metabolite metabolite In was the significant soluble .	In plasma , apixaban was the circulating component and O-demethyl @DRUG$ @DRUG$ , a and water - soluble metabolite was the significant metabolite .	Apixaban was the major circulating component and O-demethyl @DRUG$ @DRUG$ was the significant metabolite.	0
0	XENical in the prevention of diabetes in obese subjects (XENDOS) study: a randomized study of @DRUG$ @DRUG$ an adjunct to lifestyle changes for the prevention of type 2 diabetes in obese patients.	XENical in the bar of diabetes in obese subjects ( XENDOS ) study : a randomized study of @DRUG$ @DRUG$ an adjunct to lifestyle deepen for the bar of type 2 diabetes in obese patient .	XENical in obese prevention of diabetes in obese diabetes ( XENDOS ) study : a randomized subjects of @DRUG$ @DRUG$ an adjunct to lifestyle changes for the prevention of type 2 study in the patients .	XENical the prevention of diabetes in obese subjects ( XENDOS ) study : a randomized study of @DRUG$ @DRUG$ to lifestyle changes for the prevention of type diabetes patients .	XENical in the prevention of diabetes in obese subjects ( XENDOS ) study : a randomized study of @DRUG$ as an adjunct to lifestyle changes for the prevention of type 2 diabetes in obese patients .	1
0	CONCLUSION: @DRUG$ is equally as effective @DRUG$ surfactant-TA and poractant alfa.	closing : @DRUG$ is equally as effective @DRUG$ surfactant - TA and poractant alfa .	poractant : @DRUG$ is equally as effective @DRUG$ surfactant - TA and CONCLUSION alfa .	CONCLUSION : @DRUG$ is equally as effective @DRUG$ surfactant - TA and poractant alfa	@DRUG$ is just as effective as @DRUG$ when it comes to surfactant - TA and poractant alfa .	0
0	@DRUG$-tazobactam has recently been reformulated to include @DRUG$ and sodium citrate; this new formulation has been shown to be compatible in vitro with the two aminoglycosides, gentamicin and amikacin, allowing for simultaneous Y-site infusion, but not with tobramycin.	@DRUG$ - tazobactam has of late been reformulated to include @DRUG$ and sodium citrate ; this new conceptualisation has been shown to be compatible in vitro with the two aminoglycosides , gentamicin and amikacin , allow for concurrent Y-site infusion , but not with tobramycin .	@DRUG$ with tazobactam recently has been reformulated to include @DRUG$ and sodium citrate ; this new formulation has been shown to be compatible in Y-site gentamicin the two aminoglycosides , - and amikacin , allowing for simultaneous vitro infusion , but not with tobramycin .	@DRUG$ - tazobactam has recently been reformulated to include @DRUG$ and sodium citrate new formulation has been to be compatible in with the two aminoglycosides , gentamicin and amikacin , allowing for infusion , but not with tobramycin .	@DRUG$ - tazobactam has recently been reformulated to include @DRUG$ and sodium citrate . This new formulation has been shown to be compatible in vitro with the two aminoglycosides , gentamicin and amikacin , allowing for simultaneous Y-site infusion	0
0	All six strains rapidly became xylitol-resistant when grown on @DRUG$ in the presence of @DRUG$.	All six strains rapidly go xylitol-resistant when grown on @DRUG$ in the presence of @DRUG$ .	when six strains rapidly became xylitol-resistant All grown on @DRUG$ in the presence of @DRUG$ .	six strains rapidly became xylitol-resistant when grown on @DRUG$ in the presence @DRUG$ .	If @DRUG$ is present, then the strains will become resistant to xylitol.	1
1	A combined mephenytoin, @DRUG$, and caffeine test performed before, during, and after multiple dosing of moclobemide showed changes in the metabolic indexes compatible with a reversible inhibition of oxidation by way of the corresponding CYP enzymes--CYP2C19, CYP2D6, and CYP1A2--during @DRUG$ treatment.	angstrom unit unite mephenytoin , @DRUG$ , and caffeine exam performed before , during , and after multiple dosing of moclobemide showed changes in the metabolic indexes compatible with a reversible inhibition of oxidisation by way of the like CYP enzymes -- CYP2C19 , CYP2D6 , and CYP1A2 -- during @DRUG$ treatment .	A combined mephenytoin , @DRUG$ , and during test performed before , -- , and after multiple moclobemide of dosing showed changes in the metabolic indexes compatible with a reversible inhibition of oxidation by way of the corresponding CYP enzymes CYP1A2 CYP2C19 , CYP2D6 -- and caffeine , during @DRUG$ treatment .	A combined mephenytoin , @DRUG$ , and caffeine test performed before , , and after multiple dosing of moclobemide showed changes in the metabolic indexes compatible with a reversible inhibition of by way of the corresponding CYP enzymes CYP2C19 , CYP2D6 , and CYP1A2 @DRUG$ treatment .	Mephenytoin, @DRUG$, and caffeine were tested before, during, and after multiple dosing of moclobemide. The study found that the metabolic indexes changed during @DRUG$ treatment, which suggests that the drug inhibited oxidation by way of the corresponding CYP enzymes.	0
0	Maximum plasma concentrations were 200 ng per mL BP-3, 20 ng per mL 4-MBC, and 10 @DRUG$ per mL OMC for females and 300 ng per mL BP-3, 20 ng per mL @DRUG$, and 20 ng per mL OMC for men.	Maximum blood plasma concentrations were cc nanogram per milliliter BP -3 , 20 nanogram per milliliter 4 - MBC , and 10 @DRUG$ per milliliter OMC for females and ccc nanogram per milliliter BP - 3 , 20 nanogram per milliliter @DRUG$ , and 20 nanogram per milliliter OMC for men .	Maximum plasma concentrations were 200 ng MBC mL BP -3 , 300 ng per OMC 4 - per , and 10 @DRUG$ per mL mL for females and 20 3 per mL BP - ng , 20 ng per mL @DRUG$ , and 20 ng per mL OMC for men .	Maximum plasma concentrations were 200 ng per mL BP -3 , ng per mL 4 - MBC , and 10 @DRUG$ per mL OMC for females and 300 ng per BP - 3 , 20 ng per @DRUG$ , and ng per mL OMC for men .	Maximum plasma concentrations were 200 ng per mL BP -3 , 20 ng per mL 4 - MBC , and 10 @DRUG$ per mL OMC for females and 300 ng per mL BP - 3 , 20 ng per mL @DRUG$ , and 20 ng per mL OMC for men .	0
1	The compound potentiates @DRUG$ toxicity in mice and, in the anesthetized dog, diminishes the tyramine pressure response while increasing the response to @DRUG$.	The intensify potentiates @DRUG$ toxicity in mouse and , in the anesthetized dog , diminishes the tyramine pressure response while increasing the response to @DRUG$ .	The compound potentiates @DRUG$ toxicity in mice and pressure in the anesthetized , , diminishes the tyramine dog response while increasing the response to @DRUG$ .	The compound potentiates @DRUG$ toxicity in mice and , in the anesthetized dog , diminishes tyramine pressure response while increasing the response @DRUG$ .	The compound makes @DRUG$ more toxic in mice and , in the anesthetized dog , makes the tyramine pressure response stronger while making the response to @DRUG$ stronger.	0
0	Glutamine serves, with alanine, @DRUG$ a major nontoxic interorgan @DRUG$ carrier.	Glutamine swear out , with alanine , @DRUG$ a major nontoxic interorgan @DRUG$ carrier .	Glutamine serves , with alanine a @DRUG$ , major nontoxic interorgan @DRUG$ carrier .	Glutamine serves , with alanine , @DRUG$ a major nontoxic interorgan @DRUG$ carrier .	Glutamine and alanine work together to help @DRUG$ move easily between different organs, without causing any harm.	1
0	BACKGROUND: In a previous randomized trial of voriconazole versus @DRUG$ @DRUG$ for primary therapy of invasive aspergillosis, voriconazole demonstrated superior efficacy and better survival.	play down : In a previous randomized trial of voriconazole versus @DRUG$ @DRUG$ for elementary therapy of invasive aspergillosis , voriconazole demonstrated superior efficacy and better survival .	versus : In a survival randomized trial of voriconazole BACKGROUND @DRUG$ @DRUG$ for primary therapy of invasive aspergillosis , voriconazole demonstrated superior efficacy and better previous .	BACKGROUND : In previous randomized trial of voriconazole versus @DRUG$ @DRUG$ for primary therapy of invasive aspergillosis , voriconazole demonstrated superior efficacy and better .	Voriconazole is better than @DRUG$ for the treatment of invasive aspergillosis.	1
0	In patients with heterozygous familial or polygenic (non-familial) hypercholesterolaemia, oral lovastatin 20 to 40 @DRUG$ twice daily reduces plasma total cholesterol and LDL-@DRUG$ concentrations by 25 to 40% over a period of several weeks.	In affected role with heterozygous familial or polygenic ( non-familial ) hypercholesterolaemia , oral lovastatin  to  @DRUG$ doubly daily reduces plasma total cholesterol and LDL - @DRUG$ concentrations by 25 to  % over a period of several weeks .	In patients with polygenic familial or heterozygous ( non-familial ) hypercholesterolaemia , oral lovastatin 20 25 40 @DRUG$ twice daily reduces plasma to cholesterol to LDL - @DRUG$ concentrations by total and 40 % over a period of several weeks .	In patients with heterozygous familial or polygenic ( non-familial ) hypercholesterolaemia , oral lovastatin 20 to 40 @DRUG$ twice daily reduces plasma total cholesterol and LDL - @DRUG$ concentrations by 25 to 40 % over a period of several weeks .	In patients with heterozygous familial or polygenic ( non-familial ) hypercholesterolaemia , oral lovastatin 20 to 40 milligrams twice daily reduces plasma total cholesterol and low-density lipoprotein ( LDL ) concentrations by 25 to 40 percent over a period of several weeks	1
1	In conclusion, @DRUG$ has a longer duration of action and a better brain penetration than @DRUG$.	In conclusion , @DRUG$ has a longer duration of activity and a better brain penetration than @DRUG$ .	In conclusion , @DRUG$ has better longer duration of action and a a brain penetration than @DRUG$ .	In conclusion , @DRUG$ has a longer duration of action and a better brain penetration than @DRUG$ .	@DRUG$ is more effective than @DRUG$.	0
0	Combination tablets containing 1 mg or 2 mg of immediate-release @DRUG$ plus 75 @DRUG$ of sustained-release phenylpropanolamine for twice daily administration were bioequivalent to the separate components and showed no significant interaction with food.	Combination tablets containing 1 mg or 2 mg of straightaway - release @DRUG$ plus 75 @DRUG$ of sustained - release phenylpropanolamine for double daily administration were bioequivalent to the separate components and showed no important interaction with food .	Combination tablets 2 1 - or containing mg of immediate - release @DRUG$ mg 75 @DRUG$ of sustained plus release phenylpropanolamine for twice daily administration were bioequivalent to the separate components and showed no significant interaction with food .	Combination tablets containing 1 mg or 2 mg of immediate - release @DRUG$ plus 75 @DRUG$ of sustained release phenylpropanolamine twice daily administration were bioequivalent to the separate components and showed significant interaction food	The combination of @DRUG$ and @DRUG$ is bioequivalent to the separate components, and there is no significant interaction between the two drugs when taken together.	0
0	In hamsters supplemented with DAPP 1.4%, plasma TG concentrations were 45% lower (@DRUG$= 0.018) than in @DRUG$-control-fed hamsters, whereas no such beneficial effect was observed in the free stanol group.	In hamsters supplemented with DAPP 1.4 % , plasm TG concentrations were  % lower ( @DRUG$ = 0.018 ) than in @DRUG$ - control - fed hamsters , whereas no such good effect was observed in the justify stanol group .	In hamsters in with DAPP 1.4 % , plasma TG concentrations were observed such lower ( @DRUG$ = supplemented ) than 0.018 @DRUG$ - control - fed hamsters , whereas no % beneficial effect was 45 in the free stanol group .	In hamsters supplemented with DAPP 1.4 % , plasma TG were 45 % lower ( @DRUG$ = ) than in @DRUG$ - control - fed hamsters , whereas no such beneficial effect was observed in the free stanol group .	In hamsters supplemented with DAPP 1.4 % (a drug that lowers plasma TG concentrations), plasma TG concentrations were 45 % lower than in @DRUG$-control-fed hamsters, whereas no such beneficial effect was observed in the free stanol group.	1
0	Nafarelin acetate is a @DRUG$ (GnRH) agonist proven as effective as @DRUG$ in treating endometriosis.	Nafarelin acetate is a @DRUG$ ( GnRH ) agonist proven as effective as @DRUG$ in treat endometriosis .	Nafarelin acetate a is @DRUG$ ( GnRH ) agonist proven as effective as @DRUG$ in treating endometriosis .	acetate is a @DRUG$ ( GnRH ) agonist proven as effective as @DRUG$ in treating endometriosis	Nafarelin acetate is a drug that is similar to a drug called GnRH that is proven to be effective in treating endometriosis.	1
0	The pharmacokinetics of single-dose administration of orbifloxacin were determined in Japanese quail (Coturnix japonica) at dosages of 5 @DRUG$/kg intravenous (i.v. n = 12) and 7.5 mg/kg oral (@DRUG$.o.; n = 5), 10 mg/kg p.o. (n = 5), 15 mg/kg p.o. (n = 12) and 20 mg/kg p.o. (n = 5) via HPLC.	The pharmacokinetics of single-dose judicature of orbifloxacin were determined in japanese quail ( genus coturnix japonica ) at dosages of quintuplet @DRUG$ / kg intravenous ( i.v. n = dozen ) and 7.5 magnesium / kg oral examination ( @DRUG$.o. ; n = quintuplet ) , 10 magnesium / kg p.o. ( n = quintuplet ) , 15 magnesium / kg p.o. ( n = dozen ) and 20 magnesium / kg p.o. ( n = quintuplet ) via HPLC .	The pharmacokinetics of ) administration of orbifloxacin were determined oral Japanese quail ( Coturnix japonica ) 5 single-dose of 5 @DRUG$ / kg in ( i.v. n = 12 ) and 7.5 mg / kg intravenous ( @DRUG$.o. ; n = 5 12 , 10 mg / kg p.o. at n = ( ) , 15 mg / kg p.o. ( n = ) ) and 20 mg / kg p.o. ( n = 5 dosages via HPLC .	The pharmacokinetics single-dose administration of orbifloxacin were determined in quail ( Coturnix japonica ) at dosages 5 @DRUG$ / kg intravenous ( i.v. n 12 ) and 7.5 mg / kg oral ( @DRUG$.o. ; n = 5 ) , 10 mg / kg p.o. ( n = 5 ) , mg / kg ( n = 12 ) and mg / kg p.o. ( n ) via HPLC .	The pharmacokinetics of single-dose administration of orbifloxacin were determined in Japanese quail ( Coturnix japonica ) at dosages of 5 @DRUG$ / kg intravenous ( i.v. n = 12 ) and 7.5 mg / kg oral (	1
0	Under co-administration of LTG, mean RGB t(1/2) and area under the plasma concentration-time curve (AUC) were increased by 7.5% ( P=0.045) and 15% ( P=0.006), respectively, while CL/@DRUG$ was decreased by 13% ( @DRUG$=0.06).	nether co-administration of LTG , mean RGB t( 1/2 ) and area under the blood plasma assiduousness - time curve ( AUC ) were increase by 7.5 % ( P=0.045 ) and 15 % ( P=0.006 ) , respectively , while CL / @DRUG$ was decreased by long dozen % ( @DRUG$ =0.06 ) .	Under co-administration of LTG , mean RGB t( 1/2 ) and area under the plasma % - was curve and AUC P=0.045 were increased by 7.5 % ( ) ) ( 15 concentration ( P=0.006 respectively , ) , while CL / @DRUG$ time decreased by 13 % ( @DRUG$ =0.06 ) .	Under co-administration of LTG , mean RGB t( 1/2 ) and area under the plasma concentration - time curve AUC ) were increased by 7.5 % ( P=0.045 ) and 15 % ( P=0.006 ) respectively , while CL / @DRUG$ was decreased by 13 % ( @DRUG$ =0.06 ) .	Under co-administration of LTG, mean RGB t(1/2) and area under the plasma concentration - time curve (AUC) were increased by 7.5 % (P=0.045) and 15 % (P=0.006), respectively, while CL/DR	1
0	Using 26 litters, pigs (within each litter) were randomly allotted to one of three treatments: 1) control (no Fe), 2) iron dextran (200 mg) and 3) @DRUG$ (200 @DRUG$).	Using 26 litters , pigs ( within each litter ) were randomly allotted to unitary of trine treatments : single ) control ( no Fe ) , 2 ) atomic number  dextran ( 200 mg ) and 3 ) @DRUG$ ( 200 @DRUG$ ) .	Using randomly litters , mg ( within each litter ) were 26 allotted ) one of ) treatments : 1 to control ( no Fe ) , 2 ) iron dextran ( 200 pigs ) and 3 three @DRUG$ ( 200 @DRUG$ ) .	Using 26 litters , pigs ( each ) were allotted to one of three treatments 1 ) control ( no Fe ) 2 ) iron dextran ( 200 mg ) and ) @DRUG$ ( 200 @DRUG$ )	Pigs in each litter were randomly allotted to one of three treatments: 1) control (no Fe), 2) iron dextran (200 mg), and 3) @DRUG$ (200 mg @DRUG$).	0
1	Results from a small number of short term (4 to 6 weeks) comparative studies in a total of 320 evaluable elderly patients with major depression, suggest that trazodone at therapeutic doses is superior to placebo and as effective as amitriptyline, @DRUG$, fluoxetine and @DRUG$ in relieving depressive symptoms.	Results from a small telephone number of short term ( quaternity to 6 weeks ) comparative degree studies in a total of 320 evaluable elderly patients with major depression , suggest that desyrel at therapeutic doses is superior to placebo and as effective as amitriptyline , @DRUG$ , fluoxetine and @DRUG$ in take over depressive symptoms .	Results from a small number of short suggest ( 4 to 6 weeks ) comparative studies in a total relieving 320 evaluable elderly patients with major as , term that trazodone at doses therapeutic is superior to placebo and in effective depression amitriptyline , @DRUG$ , fluoxetine and @DRUG$ as of depressive symptoms .	Results from a small number of short term ( 4 to 6 weeks ) comparative studies in a total evaluable elderly patients with major depression , suggest that trazodone at therapeutic doses is superior to placebo and as effective as amitriptyline , @DRUG$ , fluoxetine and @DRUG$ in relieving depressive symptoms .	Trazodone is superior to placebo and as effective as amitriptyline, @DRUG$, fluoxetine and @DRUG$ in relieving depressive symptoms.	0
1	Effects of the antipsychotics @DRUG$ and clozapine on 5-HT2 and D2-@DRUG$ receptor binding were examined using [3H]N-methylspiperone ([3H]NMSP) and in vitro receptor autoradiography on human whole hemisphere cryosections.	Effects of the antipsychotics @DRUG$ and clozaril on little phoebe - HT2 and D2 - @DRUG$ receptor binding were examined using [ 3 h ] N - methylspiperone ( [ 3H ] NMSP ) and in vitro receptor autoradiography on human wholly hemisphere cryosections .	Effects of the antipsychotics @DRUG$ and clozapine receptor 5 - HT2 and D2 - @DRUG$ on binding were examined using ] 3 H ] N and methylspiperone ( [ 3H [ NMSP ) - in vitro whole autoradiography on human receptor hemisphere cryosections .	Effects of the antipsychotics @DRUG$ and clozapine on 5 - HT2 and D2 - @DRUG$ receptor binding were examined using [ 3 H N - methylspiperone ( [ 3H ] NMSP ) and in vitro receptor autoradiography on human whole hemisphere cryosections .	The antipsychotics @DRUG$ and clozapine affect the binding of the drug [ 3 H ] NMSP to the 5 - HT2 and D2 receptors, as shown by in vitro receptor autoradiography on human whole hemisphere cryosections.	1
0	This study aimed to examine the pharmacokinetic properties of the formulated oil-in-@DRUG$ florfenicol-loaded nanoemulsion (FF-@DRUG$).	This study calculate to examine the pharmacokinetic dimension of the formulated oil-in- @DRUG$ florfenicol - loaded nanoemulsion ( FF - @DRUG$ ) .	) study aimed to examine the pharmacokinetic properties the of formulated oil-in- @DRUG$ florfenicol - loaded nanoemulsion ( FF - @DRUG$ This .	This study aimed to pharmacokinetic properties of the formulated oil-in- @DRUG$ florfenicol loaded nanoemulsion ( FF - @DRUG$ ) .	The study looked at how the drug florfenicol was absorbed and processed when it was put into an oil-in-water nanoemulsion.	1
0	The dual activity of solriamfetol at DA and @DRUG$ transporters and the lack of significant monoamine-releasing properties of @DRUG$ might explain the differences in the in vivo effects of solriamfetol compared with modafinil or amphetamine.	The treble activity of solriamfetol at DA and @DRUG$ transporters and the lack of significant monoamine - releasing properties of @DRUG$ might explain the conflict in the in vivo effects of solriamfetol compared with modafinil or pep pill .	The effects activity of solriamfetol at DA and @DRUG$ transporters and the lack of in monoamine - releasing properties of @DRUG$ might explain the differences with the significant vivo dual of solriamfetol compared in modafinil or amphetamine .	The dual activity of solriamfetol at DA and @DRUG$ transporters and the lack significant monoamine - releasing properties of @DRUG$ might the differences in the in vivo effects of solriamfetol compared with modafinil or amphetamine .	Solriamfetol's dual activity at DA and @DRUG$ transporters results in a lack of significant monoamine - releasing properties, which explains the differences in the in vivo effects of solriamfetol compared with modafinil or amphetamine .	1
0	In fact, 5-HT as well @DRUG$ @DRUG$, dihydroergotamine and other antimigraine agents invariably produce vasoconstriction in the external carotid circulation.	atomic number  fact , 5 - HT as well @DRUG$ @DRUG$ , dihydroergotamine and other antimigraine agents always produce vasoconstriction in the external carotid circulation .	In - , 5 fact HT as well @DRUG$ @DRUG$ , dihydroergotamine and other antimigraine agents invariably circulation vasoconstriction in the external carotid produce .	In fact , 5 - HT as well @DRUG$ @DRUG$ , dihydroergotamine and other antimigraine agents invariably produce vasoconstriction in the external carotid	Drugs that increase serotonin levels (@DRUG$) also increase the effects of other drugs that constrict blood vessels (@DRUG$).	0
0	Most of epidemiological studies and clinical trials support the notion that @DRUG$ and @DRUG$ have a potential role in the prevention and treatment of certain eye diseases such as age-related macular degeneration, cataract and retinitis pigmentosa.	Most of epidemiological field and clinical trial backing the notion that @DRUG$ and @DRUG$ have a potential role in the prevention and treatment of certain eye diseases such as age-related macular degeneration , cataract and retinitis pigmentosa .	Most of epidemiological studies and degeneration trials support the notion that @DRUG$ and @DRUG$ have a certain role in the prevention and treatment of potential macular diseases such as age-related eye clinical , cataract and retinitis pigmentosa .	Most of epidemiological studies and clinical trials support the notion that @DRUG$ and @DRUG$ have a role in the prevention and treatment of certain diseases such as age-related macular degeneration , and retinitis pigmentosa .	There is evidence that suggests that both @DRUG$ and @DRUG$ may help to prevent and treat certain eye diseases.	0
0	@DRUG$ dose escalation enabled with PN401 (@DRUG$): toxicity reduction and increased antitumor activity in mice.	@DRUG$ dose escalation enabled with PN401 ( @DRUG$ ) : toxicity reduction and increased antitumor activity in shiner .	@DRUG$ dose escalation enabled with PN401 ( @DRUG$ ) : toxicity reduction and mice antitumor activity in increased .	@DRUG$ dose escalation enabled PN401 ( @DRUG$ ) : toxicity reduction and increased antitumor activity in mice .	The use of @DRUG$ led to a reduction in toxicity and an increase in antitumor activity in mice.	1
1	This multicentre, randomised, non-inferiority study compared @DRUG$ with a regimen of amphotericin B followed by @DRUG$ for the treatment of candidaemia in non-neutropenic patients.	This multicentre , randomized , non-inferiority study compared @DRUG$ with a regimen of amphotericin B followed by @DRUG$ for the treatment of candidaemia in non-neutropenic patient .	This amphotericin , randomised , non-inferiority in compared @DRUG$ with a regimen of multicentre B followed by @DRUG$ for the treatment of candidaemia study non-neutropenic patients .	This multicentre , randomised non-inferiority study compared @DRUG$ with a regimen of amphotericin B followed by @DRUG$ for the treatment of candidaemia in non-neutropenic patients .	This study found that @DRUG$ was just as effective as a regimen of amphotericin B followed by @DRUG$ for the treatment of candidaemia in non-neutropenic patients .	0
0	INTERPRETATION: The safety of incorporating @DRUG$ to R-CHP or G-CHP was @DRUG$ expected and managable.	interpreting : The safety of incorporating @DRUG$ to gas constant - CHP or G -CHP was @DRUG$ expected and managable .	INTERPRETATION or The safety of incorporating @DRUG$ to R - CHP : G was -CHP @DRUG$ expected and managable .	INTERPRETATION : The safety of incorporating @DRUG$ to R - CHP or G -CHP was @DRUG$ expected managable .	The safety of incorporating @DRUG$ to R-CHP or G-CHP was expected and managable.	1
0	The steady state levels of histamine and tele-methylhistamine remained unchanged following the i.@DRUG$. administration of 0.2-20 mg/kg of @DRUG$.	The steady state levels of histamine and tele-methylhistamine remained unchanged following the i.@DRUG$ . governing of 0.2- xx mg / kg of @DRUG$ .	The steady state levels of histamine and tele-methylhistamine remained unchanged @DRUG$ the i.@DRUG$ . administration of 0.2- 20 mg / kg of following .	The steady state levels of histamine and tele-methylhistamine remained unchanged following the i.@DRUG$ . 0.2- 20 mg / kg of @DRUG$ .	The levels of histamine and tele-methylhistamine remained unchanged following the administration of @DRUG$ .	1
0	RESULTS: There is a significant difference in weight gain between the low-fat diet and the low-fat diet + 2% w/w FM-VP4 treatment groups (P<0.05), as well as between the high-fat diet and the high-fat diet + 2% @DRUG$/w @DRUG$ treatment groups (P<0.05).	RESULTS : There is a important difference of opinion in weight down gather between the low-fat diet and the low-fat diet +  % w/w FM - VP4 treatment groups ( P< 0.05 ) , as swell as between the high - fat diet and the high - fat diet +  % @DRUG$ / w @DRUG$ treatment groups ( P<0.05 ) .	RESULTS : between is a significant difference in weight gain between the low-fat diet and high % w the 2 % w/w FM - 0.05 treatment groups ( P< VP4 ) , as well as There the + - fat diet and the high - fat diet + 2 low-fat @DRUG$ / diet @DRUG$ treatment groups ( P<0.05 ) .	RESULTS : There is a significant difference in weight between the low-fat diet and the low-fat + 2 % w/w FM - VP4 groups ( P< 0.05 ) , as well between the - fat diet the high - fat diet 2 % @DRUG$ / w @DRUG$ treatment groups ( P<0.05 ) .	There is a significant difference in weight gain between the low-fat diet and the low-fat diet + 2 % w/w FM - VP4 treatment groups ( P< 0.05 ) , as well as between the high - fat diet and the high - fat diet + 2 % DRUG	1
1	The antagonistic properties of @DRUG$ were investigated by its ability to antagonize the @DRUG$-induced formation of inositol-1-phosphate in human blood platelets.	The antagonistic properties of @DRUG$ were investigated by its ability to antagonize the @DRUG$ - induced formation of inositol - 1 - phosphate in homo blood thrombocyte .	The antagonistic properties of @DRUG$ were investigated inositol its ability to antagonize the @DRUG$ - induced formation of by - 1 - phosphate in platelets blood human .	The antagonistic properties of @DRUG$ were investigated by its ability to antagonize the @DRUG$ - induced formation of inositol - 1 - phosphate in human blood platelets .	@DRUG$ was found to block the effects of @DRUG$ on human blood platelets.	0
0	Our aim was to determine the amounts of eicosanoids in blood and synovial tissue of patients with knee arthrosis and to examine the effects of 2 doses of @DRUG$ (50 mg twice, 200 mg twice), administered @DRUG$.o. for 3.5 days.	Our aim was to determine the amount of money of eicosanoids in blood and synovial tissue of patients with knee joint arthrosis and to examine the consequence of 2 doses of @DRUG$ ( fifty mg twice , 200 mg twice ) , administered @DRUG$ .o. for 3.5 days .	Our aim the to , the amounts of eicosanoids in blood and synovial with of patients tissue knee arthrosis and to examine was effects of 2 doses of @DRUG$ ( 50 mg twice determine 200 mg twice .o. , administered @DRUG$ ) for 3.5 days .	Our aim was to determine the amounts in blood and synovial tissue patients with knee arthrosis and to examine the effects of 2 doses of @DRUG$ ( 50 mg twice , 200 mg twice , administered @DRUG$ .o. for 3.5	We determined the amounts of eicosanoids in blood and synovial tissue of patients with knee arthrosis, and examined the effects of 2 doses of @DRUG$ ( 50 mg twice , 200 mg twice ) administered @DRUG$ .o. for 3.5 days .	0
0	RESULTS: Bexarotene induced profound decreases in total @DRUG$ (56% of baseline), FT4 (47%), @DRUG$ (69%), rT3 (51%), and T4S (70%) in all patients, whereas TSH levels were not affected.	RESULTS : Bexarotene induced profound decreases in total @DRUG$ ( fifty six % of baseline ) , FT4 ( 47 % ) , @DRUG$ ( 69 % ) , rT3 ( 51 % ) , and T4S ( lxx % ) in all affected role , whereas TSH charge were not bear upon .	FT4 not Bexarotene induced profound decreases in total @DRUG$ ( 56 % of baseline ) , RESULTS ( 47 % ) ) @DRUG$ ( 69 % ) and , ( 51 % ) , , T4S ( 70 % , in all patients rT3 whereas TSH levels were : affected .	RESULTS : Bexarotene induced profound decreases in total @DRUG$ ( 56 % of baseline ) , FT4 ( 47 % ) , @DRUG$ ( 69 % ) , rT3 ( 51 % , and T4S ( 70 % ) in all patients , whereas levels were affected .	Bexarotene induced profound decreases in total @DRUG$ ( 56 % of baseline ) , FT4 ( 47 % ) , @DRUG$ ( 69 % ) , rT3 ( 51 % ) , and T4S ( 70 % ) in all patients , whereas TSH levels were	0
0	Because dietary fibers and some associated substances, such as phytate, have in vitro mineral-binding capacities, they have been thought to impair absorption of minerals such as @DRUG$, @DRUG$ and zinc, although magnesium absorption seems to be less affected.	Because dietetic fibers and some associated substances , such as phytate , have in vitro mineral - bandaging capacities , they have been thought to vitiate absorption of minerals such as @DRUG$ , @DRUG$ and zinc , although magnesium absorption look to be less affected .	Because dietary fibers and some associated substances , such mineral phytate , have in vitro as - binding capacities , they seems been thought to impair absorption of minerals such have @DRUG$ , @DRUG$ and magnesium , although zinc absorption as to be less affected .	dietary fibers and some associated substances , such as phytate , have in vitro mineral - binding capacities , have to impair of minerals such as @DRUG$ , @DRUG$ , although magnesium seems to be less .	Dietary fibers and some associated substances, such as phytate, have in vitro mineral-binding capacities, which means that they can bind to minerals such as @DRUG$, @DRUG$, and zinc. However, magnesium absorption seems to be less affected.	0
0	We observed that 69 +/- 6% of glucose and 54 +/- 4% of galactose in lactose were derived directly from plasma glucose, whereas 7 +/- 2% and 12 +/- 2% of glucose and @DRUG$ in @DRUG$, respectively, were derived directly from plasma galactose.	We follow that sixty nine +/- 6 % of glucose and 54 +/- 4 % of galactose in lactose were derived direct from blood plasma glucose , whereas septenary +/- 2 % and 12 +/- 2 % of glucose and @DRUG$ in @DRUG$ , respectively , were derived direct from blood plasma galactose .	and observed that 69 +/- 6 % of glucose and 54 +/- 4 % of galactose in lactose glucose derived +/- from plasma respectively , glucose 7 +/- 2 % and 12 directly 2 % of whereas We @DRUG$ in @DRUG$ , were , were derived directly from plasma galactose .	We observed that 69 +/- 6 % of glucose 54 +/- 4 % galactose in lactose were derived directly from plasma glucose , whereas 7 2 and 12 +/- 2 % of and @DRUG$ in @DRUG$ , , were derived directly from plasma galactose .	We observed that 69 +/- 6 % of glucose and 54 +/- 4 % of galactose in lactose were derived directly from plasma glucose . whereas 7 +/- 2 % and 12 +/- 2 % of glucose and @DRUG$ in @DRUG$ , respectively , were derived directly from plasma galactose .	0
1	RESULTS: Compared to baseline, @DRUG$ increased stool water content vs. docusate (psyllium 2.33% vs. @DRUG$ 0.01%, P = 0.007).	RESULTS : Compared to service line , @DRUG$ increased shit water content vs. docusate ( psyllium 2.33 % vs. @DRUG$ 0.01 % , P = 0.007 ) .	0.007 : Compared to baseline , @DRUG$ increased stool water content vs. docusate ( psyllium = % vs. @DRUG$ 0.01 % , P 2.33 RESULTS ) .	: Compared to baseline , @DRUG$ increased stool water content docusate ( psyllium 2.33 % vs. @DRUG$ 0.01 % , P = 0.007 ) .	@DRUG$ increased stool water content vs. docusate ( psyllium 2.33 % vs. @DRUG$ 0.01 % , P = 0.007 ).	0
0	CONCLUSIONS: @DRUG$ is as effective and tolerable @DRUG$ ibuprofen.	finis : @DRUG$ is as effective and tolerable @DRUG$ ibuprofen .	CONCLUSIONS tolerable @DRUG$ is as effective and : @DRUG$ ibuprofen .	CONCLUSIONS : @DRUG$ is as effective and @DRUG$ ibuprofen .	@DRUG$ is just as effective and tolerable as @DRUG$ ibuprofen .	0
0	The evidence from the four RECORD trials indicates that rivaroxaban had superior efficacy over enoxaparin after total @DRUG$ replacement (@DRUG$) and total knee replacement (TKR).	The evidence from the four enter trial indicates that rivaroxaban had superior efficaciousness over enoxaparin after total @DRUG$ replacement ( @DRUG$ ) and total knee replacement ( TKR ) .	The enoxaparin from ( four that trials indicates RECORD rivaroxaban had superior efficacy over evidence after total @DRUG$ replacement the @DRUG$ ) and total knee replacement ( TKR ) .	The from the four RECORD trials indicates that rivaroxaban had superior efficacy over enoxaparin after total @DRUG$ replacement ( @DRUG$ ) and total knee replacement ) .	Rivaroxaban had superior efficacy over enoxaparin after total @DRUG$ replacement ( @DRUG$ ) and total knee replacement ( TKR ) .	0
0	Cannabinol (CBN), @DRUG$ (CBC), the acids (CBDA, CBGA, THCA) and propyl homologues (CBDV, CBGV, THCV) of CBD, @DRUG$ (CBG) and THC, and tetrahydrocannabivarin acid (THCVA) were also tested.	Cannabinol ( CBN ) , @DRUG$ ( CBC ) , the back breaker ( CBDA , CBGA , THCA ) and propyl group homologues ( CBDV , CBGV , THCV ) of CBD , @DRUG$ ( CBG ) and thc , and tetrahydrocannabivarin acid ( THCVA ) were as well tested .	Cannabinol ( CBN ) , @DRUG$ , CBC ) , the acids ( CBDA , CBGA , tetrahydrocannabivarin ) and propyl homologues ( CBDV , CBGV , THCV ) of CBD CBG @DRUG$ ( ( ) and THC , and THCA acid ( THCVA ) were also tested .	Cannabinol ( CBN ) , @DRUG$ ( CBC ) , the acids ( CBDA , CBGA , ) and propyl homologues ( CBDV , CBGV , THCV of CBD @DRUG$ ( CBG and THC , tetrahydrocannabivarin acid ( THCVA were also tested	Cannabinol ( CBN ) is found in @DRUG$ ( CBC ) . The acids ( CBDA , CBGA , THCA ) and propyl homologues ( CBDV , CBGV , THCV ) of CBD are found in @DRUG$ ( CBG ) and THC .	0
1	Twelve clinical trials evaluate PEG efficacy versus placebo, eight versus lactulose, six are dose studies, five compare polyethylene glycol with and without electrolytes, two compare its efficacy with respect to milk of @DRUG$, and the rest of the trials evaluate polyethylene glycol with enemas (two), psyllium (one), @DRUG$ (one), prucalopride (one), paraffin oil (one), fiber combinations (one) and Descurainia sophia (one).	Twelve clinical trials evaluate PEG efficacy versus placebo , eight spot versus lactulose , sestet are zen studies , little phoebe compare polyethylene glycol with and without electrolytes , two compare its efficacy with respect to milk of @DRUG$ , and the ease of the trials evaluate polyethylene glycol with enemas ( two ) , psyllium ( unity ) , @DRUG$ ( unity ) , prucalopride ( unity ) , paraffin oil ( unity ) , vulcanized fiber compounding ( unity ) and Descurainia sophia ( unity ) .	Twelve clinical trials evaluate PEG efficacy two placebo , eight with polyethylene , six are dose studies , five compare polyethylene glycol versus one one electrolytes , two compare its efficacy to respect with milk of @DRUG$ , and the rest , the trials evaluate lactulose glycol with enemas ( versus ) , psyllium ( and ) , @DRUG$ ( one ) , prucalopride ( without ) , paraffin oil ( one and of fiber combinations ( one ) ) Descurainia sophia ( one ) .	Twelve clinical trials evaluate PEG efficacy versus placebo , eight versus lactulose , six dose studies , five compare glycol with and without electrolytes , two compare its efficacy with respect to milk of @DRUG$ , and the rest of the trials evaluate polyethylene glycol with enemas ( two ) , psyllium one ) @DRUG$ ) , prucalopride ) , paraffin oil ( ) , fiber combinations ( one ) and Descurainia sophia ( one ) .	Twelve clinical trials evaluate PEG efficacy versus placebo , eight versus lactulose , six are dose studies , five compare polyethylene glycol with and without electrolytes , two compare its efficacy with respect to milk of @DRUG$ , and the rest of the trials evaluate polyethylene glycol	1
1	When infused locally, phentermine preferentially increased extracellular DA, whereas @DRUG$ selectively increased extracellular @DRUG$.	When infuse locally , phentermine preferentially increased extracellular DA , whereas @DRUG$ selectively increased extracellular @DRUG$ .	When infused locally , phentermine preferentially , extracellular DA increased whereas @DRUG$ selectively increased extracellular @DRUG$ .	When infused locally , phentermine preferentially increased extracellular whereas @DRUG$ selectively increased extracellular @DRUG$ .	When phentermine is infused locally, it preferentially increases extracellular DA, whereas @DRUG$ selectively increases extracellular @DRUG$.	0
0	It was found that there is a clearly reduced sensitivity against @DRUG$ of strains carrying a @DRUG$-receptor, unc-49, loss of function mutation compared with N2 wild type C. elegans.	It was found that there is a clearly reduced sensitivity against @DRUG$ of strains carrying a @DRUG$ - receptor , unc - 49 , expiration of function variation compared with N2 idle type C. elegans .	It clearly found that there is a was reduced sensitivity against @DRUG$ of strains carrying a @DRUG$ - receptor , , - 49 unc loss of compared mutation function with N2 wild type C. elegans .	It was found that there is a clearly reduced sensitivity against @DRUG$ of carrying @DRUG$ - receptor , unc - 49 , loss of mutation with N2 wild type C. elegans .	Strain carrying a @DRUG$ - receptor, unc - 49, loss of function mutation is less sensitive to @DRUG$ than N2 wild type C. elegans.	0
0	Patients with bacteria vaginosis respond at least as well to a single dose of secnidazole as to single-dose @DRUG$, or single- or 7-day treatment with @DRUG$; clinical improvement and/or microbiological evidence of cure was attained in approximately 59 to 96% of patients.	Patients with bacterium vaginosis react at least as well to a one dose of secnidazole as to one - dose @DRUG$ , or one - or 7 - day treatment with @DRUG$ ; clinical improvement and / or microbiological evidence of cure was make in approximately 59 to 96 % of patient .	Patients with bacteria 59 respond cure least as well approximately a patients dose of secnidazole as to single - dose @DRUG$ , or single - single 7 - day treatment with @DRUG$ ; clinical improvement and / or microbiological evidence of at was attained in to vaginosis to 96 % of or .	Patients with bacteria vaginosis respond at as well to a single dose of secnidazole as to single - dose @DRUG$ , single - or 7 day treatment with @DRUG$ ; clinical improvement and / or microbiological evidence of cure was attained approximately 59 to 96 % patients .	Patients with bacteria vaginosis respond at least as well to a single dose of secnidazole as to single - dose @DRUG$ , or single - or 7 - day treatment with @DRUG$ ; clinical improvement and / or microbiological evidence of cure was attained in approximately 59 to	0
0	Allergy to methyldibromoglutaronitrile/@DRUG$ (Euxyl @DRUG$ 400): regulatory issues, epidemiology, clinical characteristics, and management.	Allergy to methyldibromoglutaronitrile / @DRUG$ ( Euxyl @DRUG$ cd ) : regulatory issues , epidemiology , clinical feature , and management .	Allergy to regulatory / @DRUG$ ( Euxyl @DRUG$ 400 and : methyldibromoglutaronitrile issues , epidemiology , clinical characteristics , ) management .	Allergy to methyldibromoglutaronitrile / @DRUG$ ( Euxyl @DRUG$ 400 ) : issues , epidemiology , clinical characteristics , and management .	@DRUG$ is an allergen that can cause an allergic reaction in people who are exposed to it. @DRUG$ is a product that contains DRUGA.	0
0	The effect of flibanserin on learned helplessness was antagonized by the dopamine D(1) receptor antagonist [@DRUG$]-3-methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine (SCH 23390; 0.1 mg/kg, i.@DRUG$. 30 min before flibanserin) and by the opioid receptor antagonist naloxone (3 mg/kg, s.c. 15 min before flibanserin).	The effect of flibanserin on learn helplessness was antagonized by the intropin D ( 1 ) receptor antagonist [ @DRUG$ ] -3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine ( SCH 23390 ; 0.1 milligram / kg , i.@DRUG$ . 30 fukkianese before flibanserin ) and by the opioid receptor antagonist naloxone ( ternion milligram / kg , s.c. 15 fukkianese before flibanserin ) .	The effect of flibanserin on learned -3- 30 antagonized by the dopamine D ( 1 ) receptor antagonist [ @DRUG$ ] min methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine ( SCH 23390 ; 0.1 mg / kg , i.@DRUG$ . ) helplessness before flibanserin was and by the opioid receptor antagonist naloxone ( ) mg / kg , s.c. 15 min before flibanserin 3 .	The effect of flibanserin on learned antagonized by the dopamine D ( 1 ) receptor antagonist [ ] -3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrahydro-1H-3-benzazepine ( 23390 ; 0.1 mg / kg , i.@DRUG$ . 30 min before flibanserin ) and by opioid antagonist naloxone ( 3 mg / kg , s.c. 15 min before flibanserin )	The effect of flibanserin on learned helplessness was antagonized by the dopamine D ( 1 ) receptor antagonist [ @DRUG$ ] -3- methyl-7-chloro-8-hydroxy-1-phenyl-2,3,4,5-tetrah	1
0	The extended range of MICs provided by the YNB method may be of clinical value, as it appears that the clinical outcome may be better among patients infected with strains inhibited by lower concentrations of @DRUG$ @DRUG$ determined by the YNB method.	The extended ambit of MICs furnish by the YNB method crataegus oxycantha be of clinical value , as it seem that the clinical outcome crataegus oxycantha be better among patients infected with strains inhibited by lower concentrations of @DRUG$ @DRUG$ determined by the YNB method .	The extended range of MICs YNB concentrations the be method may value of clinical be , as it appears that the clinical outcome may provided better among patients infected with strains inhibited by lower by of @DRUG$ @DRUG$ determined by the YNB method .	The extended range of MICs provided by the YNB method may be of clinical value , it appears that the clinical outcome may be better among patients infected with strains inhibited by lower of @DRUG$ @DRUG$ determined by YNB method .	The extended range of MICs provided by the YNB method may be of clinical value , as it appears that the clinical outcome may be better among patients infected with strains inhibited by lower concentrations of @DRUG$ @DRUG$ determined by the YNB method ."In other words, the relationship between	0
0	Peptides conferring resistance to structurally different macrolides including @DRUG$, azithromycin, azaerythromycin, @DRUG$ and a ketolide cethromycin were selected from a random pentapeptide expression library.	Peptides conferring resistivity to structurally different macrolides including @DRUG$ , azithromycin , azaerythromycin , @DRUG$ and a ketolide cethromycin were selected from a random pentapeptide expression subroutine library .	Peptides from resistance structurally to different macrolides including @DRUG$ , azithromycin , azaerythromycin , @DRUG$ and a ketolide cethromycin were selected conferring a random pentapeptide expression library .	conferring resistance to structurally different macrolides including @DRUG$ , , azaerythromycin , @DRUG$ and a ketolide cethromycin were selected from a random pentapeptide expression library .	Peptides that confer resistance to structurally different macrolides, including @DRUG$, azithromycin, azaerythromycin, @DRUG$, and a ketolide cethromycin were selected from a random pentapeptide expression library.	0
0	The lactating women received 40 @DRUG$ MMI @DRUG$ a single dose.	The lactating women receive 40 @DRUG$ MMI @DRUG$ a single dose .	received lactating women The 40 @DRUG$ MMI @DRUG$ a single dose .	lactating women received 40 @DRUG$ MMI @DRUG$ a single dose .	A single dose of 40 @DRUG$ was administered to the lactating women.	1
0	Cisatracurium besilate (cisatracurium), the IR-cis, 1'@DRUG$-cis isomer of @DRUG$ besilate (atracurium) is approximately 4 times more potent than atracurium.	Cisatracurium besilate ( cisatracurium ) , the ir -cis , 1' @DRUG$ - cis isomer of @DRUG$ besilate ( atracurium ) is about 4 times more virile than atracurium .	Cisatracurium besilate ) 4 ( , the IR is , 1' @DRUG$ - cis isomer of @DRUG$ besilate ( atracurium ) -cis approximately cisatracurium times more potent than atracurium .	Cisatracurium besilate ( cisatracurium ) , the IR -cis , 1' @DRUG$ - cis isomer of @DRUG$ besilate atracurium is approximately 4 times more potent than atracurium .	Cisatracurium besilate ( cisatracurium ) is approximately 4 times more potent than atracurium .	1
0	Total (conjugated and free) and unconjugated estrogens, namely @DRUG$, @DRUG$, and delta8,9-DHE, were determined, and pharmacokinetic analysis was performed.	full ( conjugated and free ) and unconjugated estrogens , namely @DRUG$ , @DRUG$ , and delta8,9 - DHE , were make up ones mind , and pharmacokinetic analysis was performed .	Total ( conjugated , free ) and unconjugated estrogens , namely @DRUG$ , @DRUG$ , and and - DHE , were determined and delta8,9 pharmacokinetic analysis was performed .	Total ( conjugated and free ) and unconjugated estrogens , namely @DRUG$ @DRUG$ , and delta8,9 - DHE , determined , and pharmacokinetic analysis was performed .	The total ( conjugated and free ) and unconjugated estrogens were determined , and pharmacokinetic analysis was performed .	1
0	@DRUG$, like desipramine, administered chronically prior to an intraventricular injection of 3H-@DRUG$, produced increases in the decline of 3H-NE as indicated by decreased 3H-NE with increased levels of 3H-normetanephrine in brain stem of rats, suggesting an increased turnover of NE.	@DRUG$ , wish desipramine , administered inveterate prior to an intraventricular injection of 3H - @DRUG$ , produced increases in the decline of 3H - NE as point by decreased 3H - NE with increased dismantle of 3H - normetanephrine in mastermind stem of rats , suggesting an increased turnover of NE .	@DRUG$ 3H like desipramine , administered , prior to an intraventricular injection of 3H - @DRUG$ , produced increases in the decline turnover 3H - with as indicated by decreased chronically - NE NE increased levels of 3H - normetanephrine in brain stem of an , suggesting rats increased of of NE .	@DRUG$ , like desipramine , administered chronically prior to an intraventricular injection of 3H - @DRUG$ , increases in the decline of 3H - as indicated by decreased 3H - NE with increased levels of 3H in brain stem of rats , suggesting an increased turnover of NE .	When @DRUG$ is given chronically, it causes an increase in the turnover of NE in the brain stem of rats.	1
1	The anti-Xa profile of @DRUG$ supports the pharmacodynamic superiority of low-molecular-weight heparins over standard i.v. @DRUG$ administration.	The anti-Xa profile of @DRUG$ supports the pharmacodynamic superiority of low-molecular-weight heparins over touchstone i.v. @DRUG$ administration .	The anti-Xa profile of @DRUG$ supports the pharmacodynamic superiority standard low-molecular-weight heparins over of i.v. @DRUG$ administration .	The anti-Xa profile of @DRUG$ supports the pharmacodynamic superiority of low-molecular-weight heparins over standard i.v. @DRUG$ administration .	The anti-Xa profile of @DRUG$ (a low-molecular-weight heparin) supports the pharmacodynamic superiority of low-molecular-weight heparins over standard i.v. @DRUG$ (a different type of drug) administration .	0
0	Pgp also pumped @DRUG$ acetate and oxcarbazepine, as well @DRUG$ their active metabolite (S)-licarbazepine.	Pgp also wired @DRUG$ acetate and oxcarbazepine , as well @DRUG$ their active metabolite ( sulphur ) - licarbazepine .	Pgp their pumped @DRUG$ acetate and oxcarbazepine , as S @DRUG$ also active metabolite ( well ) - licarbazepine .	Pgp also pumped @DRUG$ acetate oxcarbazepine , as well @DRUG$ their active metabolite ( S ) - licarbazepine .	Pgp also pumped @DRUG$ acetate and oxcarbazepine , as well as their active metabolite ( S ) - licarbazepine .	1
1	5-Hydroxytryptamine (5-HT; @DRUG$) has been implicated in the pathophysiology of migraine, and several drugs with potent 5-HT2 receptor blocking activity (methysergide, @DRUG$, cyproheptadine and mianserin) have been recognized as being clinically effective in migraine prophylaxis, although the selective 5-HT2 receptor antagonist ketanserin (the principal agent used to identify 5-HT2 receptor-mediated actions) seems to be ineffective in migraine.	5 - Hydroxytryptamine ( 5 - HT ; @DRUG$ ) has been implicated in the pathophysiology of migraine , and various drugs with potent 5 - HT2 receptor embarrass activity ( methysergide , @DRUG$ , periactin and mianserin ) have been recognized as being clinically effective in migraine prophylaxis , although the selective 5 - HT2 receptor antagonist ketanserin ( the primary broker used to describe 5 - HT2 receptor-mediated actions ) seems to be inefficient in migraine .	5 - Hydroxytryptamine ( 5 - HT ; @DRUG$ ) pathophysiology in implicated in the has 5 migraine , and several drugs with potent 5 - HT2 receptor blocking activity to methysergide , @DRUG$ , cyproheptadine and mianserin ) effective been recognized as being clinically have ( migraine prophylaxis , although the selective of - HT2 be antagonist ketanserin ( the principal agent used been identify 5 - HT2 receptor-mediated actions ) seems to receptor ineffective in migraine .	- Hydroxytryptamine 5 - HT @DRUG$ has been implicated in the pathophysiology of migraine , and several drugs with potent - HT2 receptor blocking activity ( methysergide , @DRUG$ , cyproheptadine and mianserin ) have been recognized as being clinically effective in migraine prophylaxis , although selective 5 - HT2 receptor antagonist ketanserin ( the principal agent used to 5 - HT2 receptor-mediated actions ) seems to be ineffective in migraine .	@DRUG$ is implicated in the pathophysiology of migraine, and @DRUG$ has been recognized as being clinically effective in migraine prophylaxis.	0
0	Cefpiramide-resistant @DRUG$. aeruginosa strains were resistant to @DRUG$, but 27% of ceftazidime-resistant strains were susceptible to cefpiramide; 15.3% of cefpiramide-resistant S. maltophilia strains were also susceptible to ceftazidime, but 50% of ceftazidime-resistant strains were still susceptible to cefpiramide.	Cefpiramide-resistant @DRUG$ . aeruginosa melody were tolerant to @DRUG$ , but 27 % of fortaz -resistant melody were susceptible to cefpiramide ; 15.3 % of cefpiramide -resistant S. maltophilia melody were also susceptible to fortaz , but l % of fortaz - tolerant melody were quieten susceptible to cefpiramide .	Cefpiramide-resistant @DRUG$ . aeruginosa 15.3 were resistant to ceftazidime , but cefpiramide % of ceftazidime -resistant strains were -resistant to cefpiramide ; 27 % of strains susceptible S. maltophilia strains were also susceptible to ceftazidime , but 50 % of @DRUG$ - resistant strains were still susceptible to cefpiramide .	Cefpiramide-resistant . aeruginosa strains were resistant to @DRUG$ , but 27 % of ceftazidime -resistant strains were susceptible to cefpiramide ; 15.3 % of cefpiramide -resistant S. maltophilia strains were also susceptible to ceftazidime , 50 % of ceftazidime - strains still susceptible cefpiramide	Cefpiramide-resistant @DRUG$ strains were resistant to @DRUG$, but 27 % of ceftazidime-resistant strains were susceptible to cefpiramide; 15.3 % of cefpiramide-resistant S. maltophilia strains were also susceptible to ceft	0
0	In the short-term treatment of patients with gastro-oesophageal reflux disease (GORD), lansoprazole 15, 30 or 60 mg/day was significantly more effective than placebo, ranitidine 300 mg/day or @DRUG$ 40 mg/day and similar in efficacy to pantoprazole 40 @DRUG$/day in terms of healing of oesophagitis.	In the short- terminal figure discussion of patients with gastro-oesophageal ebb disease ( GORD ) , lansoprazole 15 ,  or 60 mg / day was significantly more effective than placebo , ranitidine 300 mg / day or @DRUG$ 40 mg / day and similar in efficacy to pantoprazole 40 @DRUG$ / day in terms of heal of oesophagitis .	In the short- term treatment of patients with gastro-oesophageal reflux terms ( oesophagitis ) , lansoprazole 15 , 30 or disease mg day day was significantly more effective than placebo , ranitidine 300 mg / / or @DRUG$ 40 mg / day and similar of efficacy to pantoprazole 40 @DRUG$ / day in 60 in healing of GORD .	In the short- term of patients with gastro-oesophageal reflux disease ( GORD ) , lansoprazole 15 , or 60 mg / day significantly more effective than placebo , ranitidine 300 mg / day or @DRUG$ 40 mg / day and similar in efficacy to pantoprazole 40 @DRUG$ / day in terms of healing of oesophagitis .	Lansoprazole is more effective than placebo, ranitidine, and @DRUG$ in the short-term treatment of patients with GORD. Pantoprazole is similar in efficacy to lansoprazole in terms of healing of oesophagitis.	1
0	@DRUG$ (1-14), (1-15), (1-22), and (23-39) were not active @DRUG$ either agonists or antagonists to exenatide in vitro.	@DRUG$ ( 1-14 ) , ( 1-15 ) , ( ane - 22 ) , and ( twenty three - 39 ) were not active @DRUG$ either agonists or resister to exenatide in vitro .	@DRUG$ ( 1-14 1 , ( 1-15 ) , ( ) - 22 ) , and - 23 exenatide 39 ) were not active @DRUG$ either agonists or antagonists to ( in vitro .	@DRUG$ ( 1-14 ) , 1-15 ) ( - 22 ) , and ( 23 - 39 ) were not active @DRUG$ either agonists or antagonists to exenatide in vitro .	@DRUG$ is not active (an agonist or antagonist) to @DRUG$ in vitro.	0
0	We present a sensitive validated LC-MS/MS assay for the simultaneous determination of cabazitaxel and docetaxel in human plasma, with calibration ranges of 1.0-150 ng/mL for cabazitaxel and 0.1-15 @DRUG$/mL for @DRUG$.	We present a tender formalize LC - yard / yard assay for the simultaneous determination of cabazitaxel and docetaxel in human plasma , with standardization ranges of 1.0- 150 ng / mL for cabazitaxel and 0.1- 15 @DRUG$ / mL for @DRUG$ .	We present a sensitive validated LC - MS / MS assay for / simultaneous determination ng cabazitaxel and 150 in human plasma the with calibration ranges of 1.0- docetaxel of , mL for cabazitaxel and 0.1- 15 @DRUG$ / mL for @DRUG$ .	We present a sensitive validated LC - MS MS for the simultaneous determination of cabazitaxel and docetaxel in human plasma , with calibration ranges of 1.0- 150 ng / mL for cabazitaxel and 0.1- 15 @DRUG$ / mL for @DRUG$ .	We have developed a way to measure the levels of cabazitaxel and docetaxel in human plasma, and our assay has calibration ranges of 1.0- 150 ng / mL for cabazitaxel and 0.1- 15 @DRUG$ / mL for @DRUG$	0
1	Within 25 years after zidovudine (3'-azido-2',3'-dideoxythymidine, AZT) was first described as an inhibitor of HIV replication, 25 anti-HIV drugs have been formally approved for clinical use in the treatment of HIV infections: seven nucleoside reverse transcriptase inhibitors (NRTIs): zidovudine, didanosine, zalcitabine, stavudine, lamivudine, abacavir and emtricitabine; one nucleotide reverse transcriptase inhibitor (NtRTI): tenofovir [in its oral prodrug form: tenofovir disoproxil fumarate (TDF)]; four non-nucleoside reverse transcriptase inhibitors (NNRTIs): @DRUG$, delavirdine, efavirenz and etravirine; ten protease inhibitors (PIs): @DRUG$, ritonavir, indinavir, nelfinavir, amprenavir, lopinavir, atazanavir, fosamprenavir, tipranavir and darunavir; one fusion inhibitor (FI): enfuvirtide; one co-receptor inhibitor (CRI): maraviroc and one integrase inhibitor (INI): raltegravir.	within 25 years after retrovir ( trine ' - azido - 2',3'- dideoxythymidine , AZT ) was st described as an inhibitor of HIV replication , 25 anti-HIV do drugs have been officially okay for clinical utilise in the handling of HIV contagion : septet nucleoside reverse transcriptase inhibitors ( NRTIs ) : retrovir , didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ; one base reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug take form : tenofovir disoproxil fumarate ( TDF ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : @DRUG$ , delavirdine , efavirenz and etravirine ;  proteinase inhibitors ( PIs ) : @DRUG$ , norvir , indinavir , nelfinavir , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one co-receptor inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after first ( 3 ' - azido - 2',3'- dideoxythymidine , AZT one ( zidovudine described as an inhibitor of HIV replication , 25 anti-HIV drugs have been formally approved for clinical use etravirine nelfinavir treatment of HIV infections : in nucleoside reverse transcriptase inhibitors ( NRTIs inhibitor : zidovudine , didanosine , ( , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase ) ( NtRTI ) : inhibitors [ seven its oral prodrug form ; tenofovir amprenavir fumarate , TDF ) ] ; four non-nucleoside reverse transcriptase tenofovir ( NNRTIs ) ) @DRUG$ , delavirdine , efavirenz and in : ten protease inhibitors ( PIs ) : @DRUG$ , zalcitabine , indinavir , inhibitor was disoproxil , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; : : the ( FI ) fusion enfuvirtide ; one co-receptor inhibitor ritonavir CRI ) : maraviroc and one integrase inhibitor ( INI ) : raltegravir .	Within 25 years after ( 3 ' - azido - 2',3'- dideoxythymidine , AZT ) was first described as an inhibitor of HIV replication 25 anti-HIV have been approved for clinical use in the treatment of HIV infections : seven nucleoside reverse inhibitors ( ) : zidovudine , didanosine , zalcitabine , stavudine , lamivudine , abacavir and emtricitabine ; one nucleotide reverse transcriptase inhibitor ( NtRTI ) : tenofovir [ in its oral prodrug form : tenofovir disoproxil fumarate ( ) ] ; four non-nucleoside reverse transcriptase inhibitors ( NNRTIs ) : @DRUG$ , delavirdine , efavirenz etravirine ; ten protease inhibitors ( PIs ) : @DRUG$ ritonavir , indinavir , , amprenavir , lopinavir , atazanavir , fosamprenavir , tipranavir and darunavir ; one fusion inhibitor ( FI ) : enfuvirtide ; one inhibitor ( CRI ) : maraviroc and one integrase inhibitor ( INI ) raltegravir	There are 25 anti-HIV drugs that have been formally approved for clinical use in the treatment of HIV infections. These drugs can be divided into seven categories: nucleoside reverse transcriptase inhibitors (NRTIs), nucleotide reverse transcriptase inhibitors (NtRTIs), non-nucle	1
0	So far, the combination of @DRUG$ IFN with @DRUG$, used simultaneously, is disappointing in terms of short-term efficacy.	So far , the combination of @DRUG$ IFN with @DRUG$ , used simultaneously , is dissatisfactory in terms of myopic - term efficacy .	So far , the short of @DRUG$ IFN with @DRUG$ , used simultaneously , in disappointing is terms of combination - term efficacy .	So far the combination of @DRUG$ IFN with @DRUG$ , used simultaneously , is disappointing in of short - term efficacy .	So far, the combination of @DRUG$ and @DRUG$, used simultaneously, is not very effective.	0
1	These results demonstrate that @DRUG$ does not interfere with the occupation of the nicotinic agonist binding site by @DRUG$, carbachol, or choline.	These results establish that @DRUG$ does not interfere with the occupation of the nicotinic agonist attach site by @DRUG$ , carbachol , or choline .	These results of agonist @DRUG$ does not interfere with the occupation demonstrate the nicotinic that binding site by @DRUG$ , carbachol , or choline .	demonstrate that @DRUG$ does not interfere with the occupation of the nicotinic agonist binding site by @DRUG$ carbachol , or choline .	@DRUG$ does not interfere with the occupation of the nicotinic agonist binding site by @DRUG$ .	0
1	Studies in patients undergoing hip surgery have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin, warfarin, dextran 70 and @DRUG$-dihydroergotamine, while additional data suggest no difference between @DRUG$, enoxaparin and dalteparin.	contemplate in patient undergoing hip surgery have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin , warfarin , dextran 70 and @DRUG$ - dihydroergotamine , while extra data point suggest no difference between @DRUG$ , enoxaparin and dalteparin .	Studies in patients undergoing hip additional have shown that danaparoid significantly reduces the incidence warfarin postoperative DVT compared with aspirin , of no dextran 70 and @DRUG$ - dihydroergotamine , while surgery data suggest between difference , @DRUG$ , enoxaparin and dalteparin .	Studies in patients undergoing hip have shown that danaparoid significantly reduces the incidence of postoperative DVT compared with aspirin , warfarin , dextran 70 and @DRUG$ - dihydroergotamine , while additional data suggest no difference between @DRUG$ , enoxaparin and dalteparin .	Studies have shown that danaparoid is more effective than aspirin, warfarin, dextran 70, and @DRUG$ in preventing DVT, while there is no difference between @DRUG$, enoxaparin, and dalteparin.	0
0	Zoliflodacin was evaluated alone or combined with ceftriaxone, cefixime, spectinomycin, gentamicin, @DRUG$, @DRUG$ or sitafloxacin in chequerboard assays, time-kill curve analysis and selection-of-resistance studies.	Zoliflodacin was evaluated alone or combined with ceftriaxone , cefixime , spectinomycin , gentamicin , @DRUG$ , @DRUG$ or sitafloxacin in chequerboard assays , clock - kill breaking ball analysis and survival of the fittest - of- resistance studies .	Zoliflodacin was evaluated alone or combined with ceftriaxone , selection , spectinomycin , gentamicin , @DRUG$ , @DRUG$ - cefixime in chequerboard assays , time - kill curve analysis and sitafloxacin or of- resistance studies .	Zoliflodacin was evaluated alone or with ceftriaxone , cefixime , spectinomycin , @DRUG$ @DRUG$ or sitafloxacin in chequerboard assays , time - kill curve analysis and selection - of- resistance studies .	Zoliflodacin was evaluated alone or combined with ceftriaxone , cefixime , spectinomycin , gentamicin , @DRUG$ , @DRUG$ or sitafloxacin in chequerboard assays , time - kill curve analysis and	0
0	PROCEDURES: Dogs received @DRUG$ (12.5 mg/kg/@DRUG$, PO; n = 106) or a placebo (26).	PROCEDURES : Dogs received @DRUG$ ( 12.5 mg/kg / @DRUG$ , PO ; northward = 106 ) or a placebo ( twenty six ) .	PROCEDURES : Dogs received @DRUG$ a , mg/kg / @DRUG$ 12.5 PO ; n = 106 ) or ( placebo ( 26 ) .	: Dogs @DRUG$ ( mg/kg / @DRUG$ , PO ; n = 106 ) or a placebo ( 26 )	Dogs received @DRUG$ ( 12.5 mg/kg / @DRUG$ , PO ; n = 106 ) or a placebo ( 26 ) .	0
1	Secondary analyses indicate that @DRUG$ is safe in patients with @DRUG$ dependence, including those with moderate to severe liver cirrhosis, and may provide beneficial anxiolytic effects.	Secondary psychoanalyse indicate that @DRUG$ is safe in patients with @DRUG$ dependence , including those with moderate to severe liver cirrhosis of the liver , and may provide beneficial anxiolytic effects .	Secondary analyses indicate liver @DRUG$ is safe in patients with @DRUG$ dependence , including those with moderate to severe that cirrhosis , and may provide effects anxiolytic beneficial .	Secondary analyses that @DRUG$ is safe in patients @DRUG$ dependence , including those with moderate to severe liver cirrhosis and may provide beneficial anxiolytic effects .	Secondary analyses indicate that @DRUG$ is safe in patients with @DRUG$ dependence, including those with moderate to severe liver cirrhosis, and may provide beneficial anxiolytic effects."DRUGA is safe in patients who are dependent on DRUGB, including those with moderate	0
0	Lansoprazole 30 mg combined with amoxicillin 1g, clarithromycin 250 or 500mg, or @DRUG$ 400 @DRUG$ twice daily was associated with eradication rates ranging from 71 to 94%, and ulcer healing rates were generally >80% in well designed studies.	Lansoprazole xxx mg combined with amoxicillin 1g , clarithromycin 250 or 500mg , or @DRUG$ 400 @DRUG$ twice daily was associated with obliteration rates rank from 71 to 94 % , and ulcer healing rates were generally > 80 % in well designed report .	combined 30 mg Lansoprazole with amoxicillin 1g , clarithromycin healing or 500mg , or @DRUG$ 400 @DRUG$ twice daily was rates with eradication associated ranging from 71 to % % , and ulcer 250 rates were generally > 80 94 in well designed studies .	Lansoprazole 30 mg combined with 1g , clarithromycin 250 or 500mg , or @DRUG$ 400 @DRUG$ daily was with rates ranging from 71 to 94 % , and ulcer rates were > 80 % in designed studies .	Lansoprazole 30 mg combined with amoxicillin 1g , clarithromycin 250 or 500mg , or @DRUG$ 400 @DRUG$ twice daily was associated with eradication rates ranging from 71 to 94 % , and ulcer healing rates were generally > 80 % in well designed	0
0	In one, 960 Medium White poults were fed 0,2,3, or 4 @DRUG$ @DRUG$ per kg from day-old to 12 wk of age.	In one , 960 Medium White poults were fed 0,2,3 , or 4 @DRUG$ @DRUG$ per kg from day old to xii wk of age .	In one @DRUG$ 960 Medium White poults were fed 0,2,3 , or 4 day-old , per kg from @DRUG$ to 12 wk of age .	In one , 960 Medium White were fed 0,2,3 , or 4 @DRUG$ @DRUG$ per kg from day-old to wk of age .	960 Medium White poults were fed different levels of @DRUG$ and @DRUG$ from day-old to 12 weeks old.	0
0	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals and explosives (reserpine, roxithromycin, propazine, prochloraz, spinosad, @DRUG$, dicloxacillin, enrofloxacin, tetracycline, oxytetracycline, erythromycin, spinosad, cyclo-1,3,5,7-tetramethylene tetranitrate (HMX), and cyclo-1,3,5-@DRUG$ trinitramine (RDX)).	type a wide variety of multiclass coinage with down vapor pressure level were tested including pesticides , pharmaceuticals and explosive ( reserpine , roxithromycin , propazine , prochloraz , spinosad , @DRUG$ , dicloxacillin , enrofloxacin , tetracycline , terramycin , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - @DRUG$ trinitramine ( RDX ) ) .	A wide variety of multiclass species with HMX vapor pressure were tested including pesticides , , and explosives ( reserpine , RDX pharmaceuticals propazine , prochloraz ( spinosad , @DRUG$ , dicloxacillin , enrofloxacin ( tetracycline , oxytetracycline , , erythromycin spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate , low ) , and cyclo - 1,3,5 - @DRUG$ trinitramine , roxithromycin ) ) .	A wide variety of multiclass species with low vapor pressure were tested including pesticides , pharmaceuticals and explosives ( reserpine roxithromycin , propazine , prochloraz , spinosad , @DRUG$ , dicloxacillin , enrofloxacin , tetracycline , oxytetracycline , erythromycin , spinosad , cyclo - 1,3,5,7 - tetramethylene tetranitrate ( HMX ) , and cyclo - 1,3,5 - @DRUG$ trinitramine ( ) ) .	A wide variety of multiclass species with low vapor pressure were tested including pesticides, pharmaceuticals, and explosives (reserpine, roxithromycin, propazine, prochloraz, spinosad, @DRUG$, dicloxacillin, enrofloxacin	1
0	Six treatment groups were evaluated every 30 min for 6 h. Rats were treated with either 1) a saline infusion; 2) a 2-h pregabalin infusion at 4 mgxkg(-1)xh(-1); 3) a 2-h @DRUG$ infusion at 10 mgxkg(-1)xh(-1); 4) a 2.2-mg loading dose + 12 mgxkg(-1)xmin(-1) infusion of @DRUG$; 5) a 2-h pregabalin infusion at 1.6 mgxkg(-1)xh(-1) with sildenafil; and 6) a 2-h infusion of pregabalin at 4 mgxkg(-1)xh with sildenafil.	Six treatment aggroup were measure every xxx min for half a dozen h. Rats were address with either ace ) a saline infusion ;  ) a 2- enthalpy pregabalin infusion at 4 mgxkg ( - ace ) x enthalpy ( - ace ) ; 3 ) a 2-h @DRUG$ infusion at 10 mgxkg ( - ace ) x enthalpy ( - ace ) ; 4 ) a 2.2 - magnesium cargo dose + twelve mgxkg ( - ace ) xmin ( - ace ) infusion of @DRUG$ ; fivesome ) a 2- enthalpy pregabalin infusion at 1.6 mgxkg ( - ace ) x enthalpy ( - ace ) with sildenafil citrate ; and half a dozen ) a 2- enthalpy infusion of pregabalin at 4 mgxkg ( - ace ) xh with sildenafil citrate .	a treatment groups 2- ( every 30 min for 6 h. Rats ( treated with were 1 ) ) saline infusion infusion 2 ) a 2- h pregabalin infusion - 4 mgxkg ( - 1 ) x xh ( a 1 ) ; 3 ) a 2-h @DRUG$ infusion at 10 mgxkg ( - 1 a x h evaluated - 1 ) ; ) ) Six 2.2 - mg loading dose + 12 mgxkg ( - 1 ) xmin ( at 1 ) infusion of @DRUG$ ; 5 ) ) h h pregabalin ; at 1.6 mgxkg were - 1 - x either ( - 1 ) with sildenafil ; and 6 4 a 2- h infusion of pregabalin at 4 mgxkg ( - 1 ) h with sildenafil .	Six treatment groups were evaluated 30 min for 6 h. Rats were treated with 1 ) a saline infusion ; 2 ) a 2- h pregabalin infusion at 4 mgxkg ( - 1 ) x h ( - 1 ) ; 3 ) a 2-h @DRUG$ infusion at 10 mgxkg ( - 1 ) x h ( - 1 ) ; 4 ) a 2.2 - mg loading dose + 12 mgxkg ( 1 ) xmin - 1 ) infusion of @DRUG$ ; ) a 2- h infusion at 1.6 mgxkg ( - 1 ) x ( - ) with sildenafil ; and 6 ) a 2- infusion of pregabalin at 4 mgxkg ( - 1 ) xh with sildenafil .	Six treatment groups were evaluated every 30 min for 6 h. Rats were treated with either 1 ) a saline infusion ; 2 ) a 2- h pregabalin infusion at 4 mgxkg ( - 1 ) x h ( - 1 ) ; 3 ) a 2-h @DRUG$ infusion	1
0	Characteristics of L-type @DRUG$ channel blockade by @DRUG$ in guinea-pig ventricular myocytes.	device characteristic of L-type @DRUG$ channel blockade by @DRUG$ in guinea- pig ventricular myocytes .	L-type of Characteristics @DRUG$ channel blockade by @DRUG$ in guinea- pig ventricular myocytes .	Characteristics of L-type @DRUG$ channel blockade by @DRUG$ in guinea- pig ventricular myocytes .	The characteristics of L-type @DRUG$ channel blockade by @DRUG$ in guinea- pig ventricular myocytes.	0
0	The specific activities for human CYP isoforms included: 7-ethoxyresorufin O-deethylation (CYP1A1), phenacetin O-deethylation (CYP1A2), @DRUG$ 7-hydroxylation (CYP2A6), 7-benzyloxyresorufin O-dealkylation (CYP2B6), S-warfarin 7-hydroxylation (CYP2C9), S-mephenytoin 4'-hydroxylation (CYP2C19), bufuralol 1'-hydroxylation (CYP2D6), @DRUG$ 6-hydroxylation (CYP2E1), and testosterone 6beta-hydroxylation (CYP3A4).	The specific bodily function for human being CYP isoforms include : seven - ethoxyresorufin O-deethylation ( CYP1A1 ) , acetophenetidin O-deethylation ( CYP1A2 ) , @DRUG$ seven - hydroxylation ( CYP2A6 ) , seven - benzyloxyresorufin O-dealkylation ( CYP2B6 ) , S-warfarin 7- hydroxylation ( CYP2C9 ) , S-mephenytoin foursome '- hydroxylation ( CYP2C19 ) , bufuralol 1 '- hydroxylation ( CYP2D6 ) , @DRUG$ sestet - hydroxylation ( CYP2E1 ) , and testosterone 6beta-hydroxylation ( CYP3A4 ) .	The specific activities for CYP CYP2B6 isoforms ) : 7 - ethoxyresorufin O-deethylation ( CYP1A1 ) , phenacetin O-deethylation ( CYP1A2 ) , @DRUG$ 7 CYP3A4 hydroxylation ( CYP2A6 ) , 7 - benzyloxyresorufin O-dealkylation ( human ( , S-warfarin 7- hydroxylation ( CYP2C9 ) , S-mephenytoin 4 '- hydroxylation ( CYP2C19 CYP2E1 , bufuralol 1 '- hydroxylation ( CYP2D6 included , @DRUG$ 6 - hydroxylation ) ) ) , and testosterone 6beta-hydroxylation ( - ) .	The activities for human isoforms : 7 - ethoxyresorufin O-deethylation ( CYP1A1 ) , phenacetin O-deethylation ( CYP1A2 , @DRUG$ 7 - hydroxylation ( CYP2A6 ) , 7 - benzyloxyresorufin O-dealkylation ( CYP2B6 ) , S-warfarin 7- hydroxylation ( CYP2C9 ) S-mephenytoin 4 '- hydroxylation ( CYP2C19 ) , bufuralol 1 '- hydroxylation ( CYP2D6 ) , @DRUG$ 6 - hydroxylation ( ) , and testosterone 6beta-hydroxylation ( CYP3A4 ) .	@DRUG$ is a substrate for CYP1A1, CYP1A2, CYP2A6, CYP2B6, CYP2C9, CYP2C19, CYP2D6, and CYP3A4, while @DRUG$	0
0	The utilization of @DRUG$ during the biosynthesis of @DRUG$.	The utilization of @DRUG$ during the biosynthesis of @DRUG$ .	of utilization of @DRUG$ during the biosynthesis The @DRUG$ .	The utilization of @DRUG$ during the biosynthesis of @DRUG$ .	@DRUG$ is used in the biosynthesis of @DRUG$ .	0
1	Studies to date show that @DRUG$ indeed modulates cranial sensory processing in humans, yet central side-effects are no different from @DRUG$.	Studies to day of the month show that @DRUG$ indeed modulates cranial receptive processing in humans , yet central side-effects are no different from @DRUG$ .	date to Studies show that @DRUG$ indeed modulates cranial sensory processing are humans , yet central side-effects in no different from @DRUG$ .	Studies to date show that @DRUG$ indeed modulates cranial sensory processing in humans , yet central side-effects are no different from @DRUG$ .	@DRUG$ affects cranial sensory processing in humans, but it has the same central side-effects as @DRUG$.	0
0	No clinically significant interactions were noted between doravirine and an antacid (aluminum-magnesium), pantoprazole, ledipasvir/sofosbuvir, or @DRUG$/@DRUG$.	No clinically important interaction were noted between doravirine and an antacid ( aluminum-magnesium ) , pantoprazole , ledipasvir / sofosbuvir , or @DRUG$ / @DRUG$ .	No clinically an interactions were noted between doravirine and significant antacid ( aluminum-magnesium ) , pantoprazole , , / sofosbuvir ledipasvir or @DRUG$ / @DRUG$ .	No significant interactions were noted between and an antacid ( aluminum-magnesium ) pantoprazole , ledipasvir / sofosbuvir , or @DRUG$ / @DRUG$ .	No clinically significant interactions were noted between doravirine and an antacid ( aluminum-magnesium ) , pantoprazole , ledipasvir / sofosbuvir , or @DRUG$ / @DRUG$ ."There is no clinically significant interaction between DRUGA	0
0	The chemical disinfectants included chlorine, phenol, sodium dodecyl sulphate and several quaternary ammonium salts, while the two pharmaceutical preparations contained @DRUG$ and terbinafine @DRUG$ active agents.	The chemical germicide included chlorine , phenol , sodium dodecyl sulphate and several th ammonium salts , while the two pharmaceutical preparations contained @DRUG$ and lamisil @DRUG$ active agents .	The chemical two included chlorine , and , sodium dodecyl sulphate phenol several quaternary ammonium pharmaceutical , while the disinfectants salts preparations contained @DRUG$ and terbinafine @DRUG$ active agents .	The chemical disinfectants included chlorine , phenol , sodium dodecyl sulphate and several quaternary salts , while the pharmaceutical contained @DRUG$ and terbinafine @DRUG$ active agents .	The chemical disinfectants included chlorine , phenol , sodium dodecyl sulphate and several quaternary ammonium salts , while the two pharmaceutical preparations contained @DRUG$ and terbinafine @DRUG$ active agents .	0
0	Survival was significantly longer among recipients of posaconazole than among recipients of fluconazole or @DRUG$ (@DRUG$=0.04).	Survival was importantly longer among recipient of posaconazole than among recipient of fluconazole or @DRUG$ ( @DRUG$ =0.04 ) .	( Survival significantly longer among recipients of posaconazole than among recipients of fluconazole or @DRUG$ was @DRUG$ =0.04 ) .	Survival was significantly longer among recipients of posaconazole than among recipients of fluconazole or @DRUG$ ( @DRUG$ =0.04 ) .	Survival was significantly longer among recipients of posaconazole than among recipients of fluconazole or @DRUG$ ( DRUGA =0.04 ) ."In other words, recipients of posaconazole had a significantly longer survival rate than recipients of fluconazole or	1
0	In nematodes, there are five targets for the existing anthelmintics: the nicotinergic acetylcholine receptor which is the target of tetrahydropyrimidines/imidazothiazoles and indirectly that of the acetylcholineesterase inhibitors; the @DRUG$ receptor which is the target of piperazine, the glutamate-gated chloride channel as the target of the macrocyclic lactones, and beta-tubulin @DRUG$ the target of prebenzimidazoles/benzimidazoles.	hoosier state roundworm , there are cinque direct for the be anthelmintics : the nicotinergic acetylcholine receptor which is the target of tetrahydropyrimidines / imidazothiazoles and indirectly that of the acetylcholineesterase inhibitor ; the @DRUG$ receptor which is the target of piperazine , the glutamate - gated chloride channel as the target of the macrocyclic lactones , and beta-tubulin @DRUG$ the target of prebenzimidazoles / benzimidazoles .	for nematodes , there are five targets inhibitors the existing target : the nicotinergic acetylcholine receptor which is the target of tetrahydropyrimidines / imidazothiazoles and indirectly that of the acetylcholineesterase In ; of @DRUG$ receptor which , the target the piperazine , the glutamate - gated chloride channel as the target of the macrocyclic lactones is and beta-tubulin @DRUG$ the anthelmintics of prebenzimidazoles / benzimidazoles .	nematodes there are five targets for the existing anthelmintics : the nicotinergic acetylcholine receptor which is the target of tetrahydropyrimidines imidazothiazoles and indirectly that the acetylcholineesterase inhibitors ; the @DRUG$ receptor which the target piperazine , the glutamate - gated chloride channel as the target of the macrocyclic lactones and beta-tubulin @DRUG$ the target of prebenzimidazoles / benzimidazoles .	The nicotinergic acetylcholine receptor, the @DRUG$ receptor, and the glutamate-gated chloride channel are all targets of existing anthelmintics. Additionally, beta-tubulin is a target of prebenzimidazoles/benzimidazoles, which	1
0	The newer, atypical antipsychotics such @DRUG$ @DRUG$, remoxipride, clozapine, olanzapine, sertindole, ziprasidone, and amisulpride all bind more loosely than dopamine to the dopamine D2 receptor and have dissociation constants higher than that for dopamine.	The newer , atypical major tranquilliser such @DRUG$ @DRUG$ , remoxipride , clozapine , olanzapine , sertindole , ziprasidone , and amisulpride all bind more loosely than intropin to the intropin D2 receptor and have dissociation constant quantity gamey than that for intropin .	The newer , atypical antipsychotics such @DRUG$ @DRUG$ and remoxipride , clozapine , olanzapine , sertindole , ziprasidone , loosely amisulpride all to more and than dopamine bind the dopamine D2 receptor , have than constants higher dissociation that for dopamine .	The newer , antipsychotics such @DRUG$ @DRUG$ , remoxipride , clozapine , olanzapine , sertindole , ziprasidone , and amisulpride all bind more loosely than dopamine to the dopamine D2 receptor and dissociation constants higher than that for dopamine .	The newer, atypical antipsychotics such as @DRUG$ bind more loosely than dopamine to the dopamine D2 receptor and have dissociation constants higher than that for dopamine.	1
0	RESULTS: @DRUG$ dose-dependently increased serum concentrations of apoA-I (p<0.009) and decreased concentrations of apoB (p<0.0001), the apoB/apoA-I ratio (p<0.0001), and apoCIII (@DRUG$<0.0001).	effect : @DRUG$ dose-dependently increased serum concentrations of apoA -  ( p<0.009 ) and fall concentrations of apoB ( p< 0.0001 ) , the apoB / apoA -I proportion ( p< 0.0001 ) , and apoCIII ( @DRUG$ < 0.0001 ) .	RESULTS : @DRUG$ dose-dependently increased p<0.009 concentrations of apoA - I ( ) ) and decreased concentrations of apoB ( p< 0.0001 ) , the apoB / apoA and ratio ( p< 0.0001 serum ) -I apoCIII ( @DRUG$ < 0.0001 , .	RESULTS @DRUG$ dose-dependently increased serum concentrations of apoA - I ( p<0.009 and decreased concentrations of apoB ( p< 0.0001 ) , the apoB / apoA -I ratio ( p< 0.0001 ) , and apoCIII ( @DRUG$ < 0.0001 ) .	@DRUG$ dose-dependently increases serum concentrations of apoA-I (p<0.009) and decreases concentrations of apoB (p<0.0001), the apoB/apoA-I ratio (p<0.0001), and apoCIII (	1
0	@DRUG$ was COX-1 sparing, as it inhibited serum TxB2 synthesis ex vivo (an index of COX-1 inhibition) only at very high doses (100 mg/kg but not at 2-30 @DRUG$/kg).	@DRUG$ was COX - i sparing , as it inhibited serum TxB2 deduction old fashioned vivo ( an index of COX - i inhibition ) only at very high doses ( one hundred mg / kg but not at 2- 30 @DRUG$ / kg ) .	@DRUG$ was COX - 1 sparing vivo as it inhibited serum TxB2 synthesis ex , ( at index of COX at 1 inhibition ) only an very high doses ( 100 mg / but kg not - 2- 30 @DRUG$ / kg ) .	@DRUG$ was COX 1 sparing it inhibited serum TxB2 synthesis ex vivo ( an index of - 1 inhibition ) only at very high doses ( 100 mg / kg but not at 30 @DRUG$ / )	@DRUG$ was more effective at inhibiting COX-1 than @DRUG$, even at lower doses.	0
0	Here we examined differences in plasma albumin reduced free thiol (SH) group content and its reactivity @DRUG$ a consequence of clozapine (CLZ) and @DRUG$ (ZIP) binding.	Here we examined differences in plasm albumen reduced free thiol ( SH ) chemical group content and its reactivity @DRUG$ a consequence of clozapine ( CLZ ) and @DRUG$ ( ZIP ) binding .	Here we clozapine differences in ( albumin reduced free thiol ( SH ) ) content and its reactivity @DRUG$ a consequence of examined plasma CLZ ) and @DRUG$ ( ZIP group binding .	Here we examined differences in plasma reduced free ( SH ) group content and its reactivity @DRUG$ a consequence ( CLZ ) @DRUG$ ( ZIP ) binding .	We found that the amount of SH groups in plasma was reduced in patients taking CLZ, and that this reduction was associated with increased reactivity to @DRUG$.	1
1	Effects of migraine attack and @DRUG$ on the absorption of @DRUG$.	Effects of sick headache attack and @DRUG$ on the absorption of @DRUG$ .	Effects of the attack and @DRUG$ on migraine absorption of @DRUG$ .	Effects of migraine attack and @DRUG$ on the absorption of @DRUG$ .	The effects of a migraine attack and @DRUG$ on the absorption of @DRUG$ .	0
0	Secondary binding of @DRUG$ to the pentaglycyl (@DRUG$/Asn) bridging segment in peptidoglycan also occurs, which distinguishes it from vancomycin and contributes to oritavancin's activity versus vancomycin-resistant organisms.	subaltern binding of @DRUG$ to the pentaglycyl ( @DRUG$ / Asn ) bridging segment in peptidoglycan too occurs , which distinguishes it from vancomycin and contributes to oritavancin's action versus vancomycin-resistant organisms .	Secondary binding of @DRUG$ to the pentaglycyl ( @DRUG$ also Asn ) bridging segment in peptidoglycan / vancomycin , which distinguishes it to occurs and contributes from oritavancin's activity versus vancomycin-resistant organisms .	Secondary binding of @DRUG$ to the pentaglycyl ( @DRUG$ / bridging segment in peptidoglycan also occurs , which distinguishes it vancomycin and contributes to activity versus vancomycin-resistant organisms .	Secondary binding of @DRUG$ to the pentaglycyl ( @DRUG$ / Asn ) bridging segment in peptidoglycan also occurs . This secondary binding distinguishes it from vancomycin and contributes to oritavancin's activity versus vancomycin-resistant organisms	0
0	The whole-cell patch clamp recording technique was used to record the changes in large conductance Ca(2+)-activated @DRUG$(+) (@DRUG$(ca)) and L-type Ca(2+) currents in colonic smooth muscle cells.	The totally -cell patch clinch recording technique was used to memorialise the changes in large conductance Ca ( 2 + ) - activated @DRUG$ ( + ) ( @DRUG$ ( ca ) ) and L-type Ca ( 2 + ) flow in colonic smooth muscle cells .	The whole -cell Ca clamp recording used was technique to record the changes in large conductance Ca currents 2 + ) - activated @DRUG$ ( + ) ( @DRUG$ ( ca ) ) and L-type patch ( 2 + ) smooth in colonic ( muscle cells .	The whole -cell patch clamp recording technique was used to record changes in large conductance Ca ( 2 + ) - activated @DRUG$ ( + ) ( @DRUG$ ) ) and L-type Ca ( 2 + ) currents in colonic smooth muscle .	The whole -cell patch clamp recording technique was used to record the changes in large conductance Ca ( 2 + ) - activated @DRUG$ ( + ) ( @DRUG$ ( ca ) ) and L-type Ca ( 2 + ) currents in colonic smooth muscle cells ."In other	0
0	Mean triglycerides concentration in L-T/DHEA-S group was significantly higher than in L-T and L-DHEA-S groups (respectively: 188.2 +/- 13.3 mg/dl, 161.7 +/- 14.7 mg/dl and 152.2 +/- 12.8 @DRUG$/dl (mean +/- SD; p < 0.02 vs. L-T and L-@DRUG$-S groups).	Mean triglycerides immersion in L-T/ DHEA -S chemical group was importantly higher than in L-T and L-DHEA -S groups ( respectively : 188.2 +/- 13.3 mg/dl , 161.7 +/- 14.7 mg / deciliter and 152.2 +/- 12.8 @DRUG$ / deciliter ( mean +/- coyote state ; p < 0.02 vs. L-T and L-@DRUG$ -S groups ) .	Mean triglycerides concentration in L-T/ DHEA -S group 161.7 mg/dl higher than in L-T and L-DHEA -S groups ( respectively , 188.2 +/- 13.3 L-@DRUG$ : / +/- 14.7 mg was dl and 152.2 +/- 12.8 @DRUG$ / dl ( mean +/- SD ; p < 0.02 vs. L-T and significantly -S groups ) .	Mean triglycerides concentration in L-T/ DHEA -S was significantly higher than in L-T and L-DHEA groups ( respectively 188.2 +/- 13.3 mg/dl , 161.7 +/- 14.7 mg dl and 152.2 +/- 12.8 / dl ( mean +/- ; p 0.02 L-T and -S groups ) .	The mean triglycerides concentration in the L-T/ DHEA -S group was significantly higher than in the L-T and L-DHEA -S groups (respectively: 188.2 +/- 13.3 mg/dl, 161.7 +/- 14.7 mg/dl	1
0	@DRUG$ vs. @DRUG$ in cough control.	@DRUG$ vs. @DRUG$ in cough master .	@DRUG$ in @DRUG$ vs. cough control .	@DRUG$ vs. @DRUG$ in control .	@DRUG$ is more effective than @DRUG$ in controlling coughs.	0
1	@DRUG$ (also known as ABT-267) is a potent inhibitor of hepatitis C virus (HCV) nonstructural protein 5A (NS5A), which has been developed in combination with paritaprevir/ritonavir and @DRUG$ in a three direct-acting antiviral oral regimens for the treatment of patients infected with HCV genotype 1.	@DRUG$ ( also known as ABT - 267 ) is a potent inhibitor of hepatitis ascorbic acid virus ( HCV ) nonstructural protein 5A ( NS5A ) , which has been developed in combination with paritaprevir / ritonavir and @DRUG$ in a leash direct-acting antiviral unwritten regimen for the treatment of patients infect with HCV genotype 1 .	@DRUG$ ( also HCV as ABT - 267 ) is protein ) inhibitor of hepatitis C virus ( HCV has nonstructural a 5A ( NS5A ) , which potent been developed in combination with paritaprevir / ritonavir and @DRUG$ in a three direct-acting antiviral oral regimens for the treatment of patients infected with known genotype 1 .	@DRUG$ ( also known as ABT 267 ) is a potent inhibitor of hepatitis C virus ( HCV ) protein 5A ( NS5A ) , which has been developed combination paritaprevir / ritonavir and @DRUG$ in a three direct-acting antiviral oral regimens for the treatment of patients infected with HCV genotype 1 .	@DRUG$ is a drug that is used to treat patients infected with HCV genotype 1. @DRUG$ is a drug that is used in combination with paritaprevir / ritonavir and DRUGA in a three direct-acting antiviral oral regimens for the treatment	0
0	Another important function of AdoMet is that it serves as the sole donor of an aminopropyl group that is conjugated with @DRUG$ to form, first, the polyamine @DRUG$, and then spermine.	Another important single valued function of AdoMet is that it serves as the sole giver of an aminopropyl grouping that is conjugated with @DRUG$ to form , first , the polyamine @DRUG$ , and then spermine .	Another important function of AdoMet serves that it is as and sole donor of an aminopropyl group that is conjugated with @DRUG$ to form , first , the then @DRUG$ , the polyamine spermine .	Another important function of AdoMet is that it serves as the sole donor an aminopropyl group that is conjugated with @DRUG$ to form , first , the polyamine @DRUG$ , and then spermine	@DRUG$ is a molecule that is conjugated with an aminopropyl group to form @DRUG$. DRUGB is a polyamine, and spermine is one of its derivatives.	0
1	Drug interactions observed with @DRUG$ DDI studies have demonstrated a potential for significant clinical implications during PAH management: bosentan is contraindicated with cyclosporine A and glyburide, and additional monitoring/dose adjustments are required when coadministered with hormonal contraceptives, simvastatin, lopinavir/@DRUG$, and rifampicin.	do drugs interactions observed with @DRUG$ DDI studies have demonstrated a potential for meaning clinical implications during PAH direction : bosentan is contraindicated with cyclosporine A and glyburide , and extra monitoring / dose adjustment are required when coadministered with hormonal contraceptives , simvastatin , lopinavir / @DRUG$ , and rifampicin .	, interactions observed with @DRUG$ DDI studies have demonstrated a potential for significant clinical implications during simvastatin management : bosentan , glyburide with cyclosporine A and contraindicated is and additional monitoring and dose adjustments are required when coadministered with hormonal contraceptives , PAH , lopinavir / @DRUG$ Drug / rifampicin .	Drug interactions observed with @DRUG$ DDI studies have demonstrated a potential for significant clinical during management bosentan is contraindicated with cyclosporine A and glyburide , additional monitoring / dose are required when coadministered with hormonal contraceptives , simvastatin , lopinavir / @DRUG$ , and rifampicin .	Drug interactions observed with @DRUG$ DDI studies have demonstrated a potential for significant clinical implications during PAH management. Bosentan is contraindicated with cyclosporine A and glyburide, and additional monitoring / dose adjustments are required when coadministered with hormonal contraceptives, simv	1
0	@DRUG$ has promising clinical safety and pharmacokinetic properties, and demonstrated potential for the treatment of cryopyrin-associated periodic syndromes (@DRUG$) and possibly for other complex inflammatory diseases, such as rheumatoid arthritis, systemic-onset juvenile idiopathic arthritis (SoJIA), COPD disease and ocular diseases.	@DRUG$ has promising clinical safety and pharmacokinetic properties , and demonstrated potential for the treatment of cryopyrin-associated occasional syndromes ( @DRUG$ ) and perchance for other coordination compound inflammatory diseases , such as rheumatoid arthritis , systemic-onset jejune idiopathic arthritis ( SoJIA ) , COPD disease and ocular diseases .	@DRUG$ has promising clinical safety ) pharmacokinetic as , and demonstrated potential for the treatment of cryopyrin-associated periodic syndromes ( @DRUG$ ) and possibly for other complex inflammatory such , diseases properties rheumatoid arthritis , systemic-onset juvenile idiopathic arthritis ( disease and , COPD SoJIA and ocular diseases .	@DRUG$ has promising and pharmacokinetic properties , and demonstrated potential for the treatment of cryopyrin-associated periodic syndromes ( @DRUG$ ) and possibly for other complex , such as arthritis , juvenile idiopathic arthritis ( SoJIA ) , COPD disease and ocular diseases .	@DRUG$ has potential to be used as a treatment for @DRUG$ and other complex inflammatory diseases.	0
0	Factor VII is composed of a single polypeptide chain with the NH2-terminal sequence Ala-@DRUG$-Ala-Phe-Leu-(@DRUG$)-(Gla)-Leu-(Arg)-Pro.	Factor  is composed of a single polypeptide range with the NH2 - terminal sequence Ala-@DRUG$ - Ala- Phe-Leu -( @DRUG$ ) -( Gla ) - Leu -( Arg ) - professional .	Factor VII is composed of a single polypeptide chain with the NH2 - terminal sequence -( - Ala- Phe-Leu -( ) Leu Ala-@DRUG$ Gla ) - @DRUG$ -( Arg ) - Pro .	Factor VII is composed of a single polypeptide chain the NH2 - terminal sequence Ala-@DRUG$ - Ala- Phe-Leu -( @DRUG$ ) -( Gla ) - Leu -( Arg ) - Pro .	Factor VII is composed of a single polypeptide chain with the NH2 - terminal sequence Ala-@DRUG$ - Ala- Phe-Leu -( @DRUG$ ) -( Gla ) - Leu -( Arg ) - Pro ."In other words, DR	0
0	The concentrations of isoeugenyl @DRUG$ ranged from 20 to 4689 p.p.m. 13 products (44%) contained 64.9-1755.0 p.p.m. isoeugenyl methyl @DRUG$.	The concentrations of isoeugenyl @DRUG$ ranged from 20 to 4689 p.p.m. 13 ware ( forty four % ) contained 64.9-1755.0 p.p.m. isoeugenyl methyl @DRUG$ .	The concentrations 20 isoeugenyl @DRUG$ ranged from of products 4689 p.p.m. 13 to ( 44 % ) contained 64.9-1755.0 p.p.m. isoeugenyl methyl @DRUG$ .	The concentrations of isoeugenyl @DRUG$ ranged from 20 to 4689 p.p.m. 13 products 44 % ) contained p.p.m. isoeugenyl methyl @DRUG$ .	44% of the products contained between 64.9 and 1755.0 p.p.m. isoeugenyl methyl @DRUG$.	1
0	Mean (+/-) values for the C(max) of lovastatin were 1.04+/-0.43, 2.03+/-0.65 and 4.03+/-3.02 @DRUG$/ml for the 10, 20 and 40 @DRUG$ dosage, respectively.	miserly ( +/-) values for the C(max ) of lovastatin were 1.04+/-0.43 , 2.03+/-0.65 and 4.03+/-3.02 @DRUG$ / ml for the 10 , twenty and twoscore @DRUG$ dosage , respectively .	Mean ( and values for the C(max ) of lovastatin were 1.04+/-0.43 , 2.03+/-0.65 and 4.03+/-3.02 @DRUG$ / , for the 10 , respectively +/-) 40 @DRUG$ dosage ml 20 .	Mean ( +/-) values for the C(max of lovastatin were 1.04+/-0.43 , 2.03+/-0.65 and 4.03+/-3.02 @DRUG$ / ml for the 10 20 and 40 @DRUG$ dosage , respectively .	The C(max) of lovastatin was 1.04+/-0.43, 2.03+/-0.65 and 4.03+/-3.02 @DRUG$/ml for the 10, 20 and 40 @DRUG$ dosage, respectively.	0
0	ASE, at 0.1 @DRUG$/kg, increased NE, but not 5-HT, efflux in the mPFC and @DRUG$.	ASE , at 0.1 @DRUG$ / kilogram , increased NE , but not cinque - HT , efflux in the mPFC and @DRUG$ .	ASE , and but @DRUG$ / kg , increased NE , 0.1 not 5 - HT , efflux in the mPFC at @DRUG$ .	ASE , at 0.1 @DRUG$ kg increased NE but not 5 - HT , efflux the mPFC and @DRUG$ .	At a concentration of 0.1 @DRUG$ per kg, ASE increased NE efflux in the mPFC, but not 5-HT efflux.	1
0	Additionally, the review contextualizes the history and current use of metronidazole, rates of @DRUG$ resistance including metronidazole MDR as well @DRUG$ the biosynthesis of azomycin, the natural precursor of metronidazole.	Additionally , the review contextualizes the history and stream use of metronidazole , rates of @DRUG$ resistance including metronidazole MDR as wellspring @DRUG$ the biosynthesis of azomycin , the natural predecessor of metronidazole .	Additionally azomycin the review contextualizes the history and current use of metronidazole , rates of @DRUG$ resistance well metronidazole MDR as including @DRUG$ the biosynthesis of , of the natural precursor , metronidazole .	Additionally , the contextualizes the history and current use of metronidazole , of @DRUG$ resistance including metronidazole MDR as @DRUG$ the biosynthesis of azomycin natural precursor of metronidazole .	Metronidazole is a drug that is used to treat infections caused by bacteria. It is also used to treat certain types of parasites. Metronidazole is available as a tablet, a liquid, and an injection. It is usually taken by mouth, but it can also be given	1
0	Our findings support the further development of @DRUG$ @DRUG$ an antiviral therapy for use in treating severe RVFV infection, and possibly other related phleboviral diseases.	Our findings support the further development of @DRUG$ @DRUG$ an antiviral drug therapy for use in treating severe RVFV infection , and maybe other related phleboviral diseases .	for findings support the further development of @DRUG$ @DRUG$ an antiviral therapy Our use in treating severe RVFV infection , and other possibly related phleboviral diseases .	Our findings support the further development @DRUG$ @DRUG$ antiviral therapy for use treating severe RVFV infection , and possibly other related diseases .	Our findings suggest that @DRUG$ may be effective in treating severe RVFV infection, and that @DRUG$ may also be effective in treating other related phleboviral diseases.	0
1	Risperidone and its active metabolite 9-OH-risperidone were compared to reference antipsychotic drugs (haloperidol, pipamperone, @DRUG$, clozapine, zotepine) and compounds under development (@DRUG$, seroquel, sertindole, ORG-5222, ziprasidone) for in vitro binding to neurotransmitter receptors in brain tissue and on membranes of recombinant cells expressing cloned human receptors and for in vivo occupancy of neurotransmitter receptors in rat and guinea-pig brain following acute treatment (2 h., s.c.).	Risperidone and its alive metabolite 9 - OH - risperidone were compared to source antipsychotic drugs ( haloperidol , pipamperone , @DRUG$ , clozapine , zotepine ) and compounds under development ( @DRUG$ , seroquel , sertindole , ORG - 5222 , ziprasidone ) for in vitro binding to neurotransmitter receptors in brainpower weave and on membranes of recombinant cells extract cloned human receptors and for in vivo occupancy of neurotransmitter receptors in informer and guinea- pig brainpower stick to acute treatment (  h. , s.c. ) .	Risperidone and its to metabolite 9 - OH - receptors were compared active on antipsychotic drugs ( haloperidol , pipamperone , @DRUG$ , , clozapine zotepine ) of compounds under development ( @DRUG$ , seroquel , sertindole , receptors - 5222 for ziprasidone ) , in vitro binding to neurotransmitter receptors in brain tissue and reference membranes of recombinant cells expressing cloned human ORG and for in vivo occupancy and neurotransmitter risperidone , rat and guinea- pig brain following acute treatment ( 2 h. in s.c. ) .	Risperidone and its active metabolite 9 - OH - risperidone were compared to antipsychotic drugs ( haloperidol , @DRUG$ , clozapine , zotepine ) and compounds under development ( @DRUG$ , seroquel , sertindole , ORG - 5222 ziprasidone ) for in vitro binding to receptors in brain and on membranes of cells expressing human receptors and for in occupancy neurotransmitter receptors in rat and guinea- pig brain acute treatment ( 2 h. , s.c. ) .	Risperidone and its active metabolite 9 - OH - risperidone were found to bind to neurotransmitter receptors in brain tissue and on membranes of recombinant cells expressing cloned human receptors more strongly than the reference antipsychotic drugs haloperidol, pipamperone,	1
0	@DRUG$- and L-amphetamine sulphate isomers, @DRUG$ and atomoxetine, are effective treatments for attention-deficit hyperactivity disorder (ADHD).	@DRUG$ - and L-amphetamine sulphate isomers , @DRUG$ and atomoxetine , are efficacious treatments for tending - deficit hyperactivity disorder ( ADHD ) .	@DRUG$ - and L-amphetamine sulphate isomers , @DRUG$ and atomoxetine deficit are effective treatments for hyperactivity - , attention disorder ( ADHD ) .	@DRUG$ - and sulphate isomers @DRUG$ and atomoxetine , are effective treatments for - deficit hyperactivity disorder ( ADHD .	@DRUG$ is an effective treatment for ADHD, and @DRUG$ is also an effective treatment for ADHD.	0
0	Single studies reported no difference in pain reduction when allopurinol (300 mg daily) was compared with placebo over 10 days, and no difference in tophus regression when @DRUG$ (200 to 300 mg daily) was compared with febuxostat (80 @DRUG$ daily).	Single learn reported no difference in pain in the neck reduction when allopurinol ( 300 mg everyday ) was compared with placebo over 10 days , and no difference in tophus regression when @DRUG$ ( two hundred to 300 mg everyday ) was compared with febuxostat ( 80 @DRUG$ everyday ) .	Single studies reported no difference in pain reduction when allopurinol ( 300 mg daily ) was over no placebo compared 10 days , and with difference 200 tophus regression when @DRUG$ ( in to 300 ) daily ) was compared with febuxostat ( 80 @DRUG$ daily mg .	Single studies reported no difference in pain reduction when allopurinol ( 300 mg daily ) was compared with over 10 days , and no difference in tophus regression when @DRUG$ ( to 300 mg daily ) was compared with febuxostat ( 80 @DRUG$ daily ) .	There is no difference in pain reduction when allopurinol ( 300 mg daily ) is compared with placebo over 10 days , and no difference in tophus regression when @DRUG$ ( 200 to 300 mg daily ) is compared with febuxostat ( 80 @DRUG$ daily )	0
0	Between 14% and 36% of diagnosed migraineurs are prescribed @DRUG$-containing products, often @DRUG$ initial therapy.	Between fourteen % and 36 % of diagnosed migraineurs are prescribed @DRUG$ - containing products , a great deal @DRUG$ initial therapy .	Between 14 % and 36 % often diagnosed migraineurs are , @DRUG$ - containing products prescribed of @DRUG$ initial therapy .	Between 14 % and 36 % of diagnosed migraineurs are @DRUG$ - containing products , often @DRUG$ initial therapy .	Between 14 % and 36 % of diagnosed migraineurs are prescribed @DRUG$ - containing products as their initial therapy .	1
0	Anesthetics were administered at the rate of 1.1 mg of xylazine/kg of body weight, IV, 1.1 mg of tiletamine-zolazepam/kg, IV (treatment 1); 1.1 @DRUG$ of xylazine/kg, IV, 1.65 mg of tiletamine-zolazepam/kg, IV (treatment 2); 1.1 mg of xylazine/kg, IV, 2.2 mg of tiletamine-@DRUG$/kg, IV (treatment 3); and 2.2 mg of xylazine/kg, IM, 1.65 mg of tiletamine-zolazepam/kg, IV (treatment 4).	anaesthetic agent were dish out at the value of 1.1 mg of xylazine / kilo of soundbox weight , four , 1.1 mg of tiletamine - zolazepam / kilo , four ( discourse 1 ) ; 1.1 @DRUG$ of xylazine / kilo , four , 1.65 mg of tiletamine - zolazepam / kilo , four ( discourse  ) ; 1.1 mg of xylazine / kilo , four , 2.2 mg of tiletamine - @DRUG$ / kilo , four ( discourse three ) ; and 2.2 mg of xylazine / kilo , IM , 1.65 mg of tiletamine - zolazepam / kilo , four ( discourse  ) .	Anesthetics were zolazepam at the rate of 1.1 mg of xylazine / kg IV body weight , IV , of mg 1.1 tiletamine - administered / 1.65 kg tiletamine ( treatment 1 ) ; 1.1 @DRUG$ of xylazine / kg , IV , kg mg ( tiletamine - zolazepam / , , IV ( treatment 2 2.2 ; 1.1 mg of xylazine / kg , IV , ) mg of tiletamine - @DRUG$ / IM , IV of treatment 3 ) ; and 2.2 1.65 of xylazine / kg , kg , mg mg of IV - zolazepam / kg , of ( treatment 4 ) .	Anesthetics were administered the rate of 1.1 mg of xylazine / kg weight , IV 1.1 mg of tiletamine - zolazepam / kg IV ( 1 ) ; 1.1 @DRUG$ of xylazine / , IV , mg of tiletamine - zolazepam / kg , IV ( treatment 2 ) ; 1.1 mg xylazine / kg , IV , 2.2 mg of tiletamine - @DRUG$ / kg , ( treatment 3 ) ; and 2.2 mg of xylazine / kg , IM 1.65 mg of tiletamine - / kg , IV ( treatment 4 ) .	Anesthetics were administered at the rate of 1.1 mg of xylazine / kg of body weight , IV , 1.1 mg of tiletamine - zolazepam / kg , IV ( treatment 1 ) ; 1.1 @DRUG$ of xylazine / kg	1
0	The median magnesium sulfate infused was 154 (78-5,500) versus 54 (8-86) g (@DRUG$<0.001) and the highest maternal magnesium level was 6.5+/-1.7 versus 5.6+/-1.9 @DRUG$/dl (p=0.002) in cases and controls, respectively.	The medial magnesium sulfate infused was 154 ( 78-5,500 ) versus 54 ( 8-86 ) g ( @DRUG$ < 0.001 ) and the highest maternal magnesium level was 6.5+/-1.7 versus 5.6+/-1.9 @DRUG$ / dl ( p=0.002 ) in typesetters case and see , severally .	The median 0.001 cases infused was 154 ) 78-5,500 ) versus 54 ( 8-86 ) g ( @DRUG$ < magnesium ( and the highest maternal magnesium level was 6.5+/-1.7 versus 5.6+/-1.9 @DRUG$ / dl ( p=0.002 controls in sulfate and ) , respectively .	The median magnesium sulfate infused was 154 ( 78-5,500 ) versus 54 ( ) g ( @DRUG$ < ) and the highest maternal level 6.5+/-1.7 versus 5.6+/-1.9 @DRUG$ p=0.002 ) in cases and controls , respectively .	The median magnesium sulfate infused was 154 ( 78-5,500 ) versus 54 ( 8-86 ) g ( @DRUG$ < 0.001 ) and the highest maternal magnesium level was 6.5+/-1.7 versus 5.6+/-1.9 @DRUG$ /	0
0	The inhibitory effect of @DRUG$ toward the ergosterol ability to induce the formation of long-lived fluorescent antibiotic species was used to detect @DRUG$-cholesterol interactions.	The inhibitory effect of @DRUG$ toward the ergosterol ability to induce the geological formation of long lasting fluorescent antibiotic species was used to detect @DRUG$ - cholesterol interactions .	The inhibitory effect of @DRUG$ toward the ergosterol to to induce the formation antibiotic long-lived fluorescent of species was used ability detect @DRUG$ - cholesterol interactions .	inhibitory effect of @DRUG$ toward the ergosterol ability to induce the formation of long-lived fluorescent antibiotic species was used to detect @DRUG$ - cholesterol interactions	@DRUG$ inhibits the ability of cholesterol to form long-lived fluorescent antibiotic species, which can be used to detect @DRUG$ interactions.	0
0	It was found that @DRUG$ at sufficient concentrations over specified time periods was able to decompose the @DRUG$ adsorbed on zeolite.	It was found that @DRUG$ at sufficient density over specified prison term periods was able to decompose the @DRUG$ adsorbed on zeolite .	on was found that @DRUG$ at sufficient concentrations over specified time periods was able to decompose the @DRUG$ zeolite It adsorbed .	was found that @DRUG$ at sufficient concentrations over specified time periods able to decompose the @DRUG$ adsorbed on zeolite .	If you expose @DRUG$ to @DRUG$ for long enough, DRUGA will break down DRUGB.	0
0	Blood concentration of @DRUG$ and 3-(4-carboxybenzylidene)@DRUG$ peaked within 10 h after 4-MBC administration and then decreased with half-lives of approximately 15 h. No major differences in peak blood levels between male and female rats were seen.	Blood concentration of @DRUG$ and 3 - ( 4 - carboxybenzylidene ) @DRUG$ peaked inside tenner h after 4 - MBC administration and then decreased with half-lives of approximately 15 h . No major differences in peak blood dismantle between manly and female rats were seen .	Blood concentration of @DRUG$ and 3 10 . 4 - carboxybenzylidene - @DRUG$ peaked within ) h after 4 - MBC administration and h decreased with half-lives of approximately 15 then ( No major differences in peak blood levels between male and female rats were seen .	Blood concentration @DRUG$ and 3 - ( 4 - carboxybenzylidene @DRUG$ peaked within 10 h after 4 - MBC administration and then decreased with half-lives of approximately 15 . No major differences peak levels between and rats were seen .	The blood concentration of @DRUG$ and 3 - ( 4 - carboxybenzylidene ) @DRUG$ peaked within 10 hours after 4 - MBC administration and then decreased with half-lives of approximately 15 hours. No major differences in peak blood levels between male and female rats	0
1	More patients with symptomatic GORD without oesophagitis experienced symptom relief after short term treatment with omeprazole than with ranitidine, @DRUG$ or placebo, and symptoms were more readily prevented by omeprazole than by @DRUG$ or placebo.	More patients with diagnostic GORD without esophagitis experienced symptom relief after short term treatment with omeprazole than with ranitidine , @DRUG$ or placebo , and symptoms were more promptly prevented by omeprazole than by @DRUG$ or placebo .	More patients symptoms or GORD without omeprazole experienced symptom relief after short term treatment with omeprazole than with ranitidine , @DRUG$ or placebo , and with were more readily prevented by oesophagitis than by @DRUG$ symptomatic placebo .	More patients with symptomatic GORD without oesophagitis experienced symptom relief short term treatment than with ranitidine , @DRUG$ or placebo , and symptoms were more readily prevented by omeprazole than by @DRUG$ or placebo .	More patients with symptomatic GORD without oesophagitis experienced symptom relief after short term treatment with omeprazole than with ranitidine, and symptoms were more readily prevented by omeprazole than by @DRUG$ or placebo.	1
0	Whether the @DRUG$ between @DRUG$ and glucuronide conjugation is relevant in CKD is unexplored.	Whether the @DRUG$ between @DRUG$ and glucuronide conjugation is relevant in CKD is undiscovered .	Whether the @DRUG$ between @DRUG$ and glucuronide conjugation is relevant in is CKD unexplored .	Whether the @DRUG$ between @DRUG$ and glucuronide conjugation is relevant in CKD is unexplored .	We don't know if the relationship between @DRUG$ and @DRUG$ is important in people with kidney disease.	0
1	On the mechanism of action of @DRUG$: effects on transport of Na+, @DRUG$+, and H+/HCO3- -ions.	along the mechanism of action of @DRUG$ : effects on transport of Na+ , @DRUG$ + , and H+/ HCO3 - - ion .	On the mechanism of action of @DRUG$ HCO3 effects on transport of Na+ , @DRUG$ + , - H+/ : and - ions .	On the mechanism of action of @DRUG$ : effects on transport Na+ , @DRUG$ + , and H+/ HCO3 - - .	@DRUG$ affects the transport of Na+, @DRUG$+ and H+/HCO3- ions.	0
0	The palladium and @DRUG$ complexes of the newly synthesized 1-(diphenylphosphino)-10-methyl-10H-phenothiazine (1) and the previously reported 3-(diphenylphosphino)-10-alkyl-@DRUG$ [alkyl = Me (2), Et (3)] and 4-(diphenylphosphino)-10-ethyl-10H-phenothiazine (4) were prepared.	The palladium and @DRUG$ complex of the newly synthesized 1 -( diphenylphosphino ) - 10 - methyl-10H -phenothiazine ( 1 ) and the previously reported leash -( diphenylphosphino ) -10-alkyl-@DRUG$ [ alkyl = maine ( ii ) , Et ( leash ) ] and 4 -( diphenylphosphino ) - 10- ethyl -10H -phenothiazine ( 4 ) were get up .	The palladium diphenylphosphino @DRUG$ complexes of the were synthesized 1 Me and ) - 10 - [ -phenothiazine ( 1 ) and the previously reported 3 -( diphenylphosphino ) -10-alkyl-@DRUG$ methyl-10H alkyl = -( ( 2 Et , ) ( 3 ) ] and 4 -( diphenylphosphino ) - 10- ethyl -10H -phenothiazine ( 4 ) newly prepared .	The palladium and @DRUG$ complexes of the newly synthesized 1 -( diphenylphosphino ) - 10 - methyl-10H -phenothiazine ( ) the previously reported 3 -( diphenylphosphino ) -10-alkyl-@DRUG$ alkyl = Me ( 2 ) Et ( 3 ) ] and 4 -( diphenylphosphino ) - 10- ethyl -10H -phenothiazine ) were prepared .	The palladium and @DRUG$ complexes of the newly synthesized 1 -( diphenylphosphino ) - 10 - methyl-10H -phenothiazine ( 1 ) and the previously reported 3 -( diphenylphosphino ) -10-alkyl-DRU	1
0	M40403 also reduced the appearance of nitrotyrosine and poly (ADP-@DRUG$) synthetase immunoreactivity in the colon as well @DRUG$ reduced the up-regulation of ICAM-1 and the expression of P-selectin.	M40403 too reduced the appearance of nitrotyrosine and poly ( automatic data processing - @DRUG$ ) synthetase immunoreactivity in the aspinwall as well @DRUG$ reduced the up-regulation of ICAM - 1 and the expression of P-selectin .	- also reduced the appearance of nitrotyrosine ) poly ( ADP - @DRUG$ and synthetase immunoreactivity in the colon as well @DRUG$ reduced the up-regulation of ICAM M40403 and 1 the expression of P-selectin .	M40403 also reduced the appearance of nitrotyrosine and poly ( ADP - @DRUG$ ) synthetase immunoreactivity in colon as well @DRUG$ reduced the up-regulation of ICAM - 1 and the expression of P-selectin .	M40403 also reduced the appearance of nitrotyrosine and poly ( ADP - @DRUG$ ) synthetase immunoreactivity in the colon as well @DRUG$ reduced the up-regulation of ICAM - 1 and the expression of P-selectin ."DRUG	0
0	Clinical phase I pharmacokinetic studies with @DRUG$ were performed with the 4 @DRUG$ dose of lornoxicam.	Clinical phase I pharmacokinetic studies with @DRUG$ were performed with the quaternity @DRUG$ dose of lornoxicam .	Clinical phase I pharmacokinetic studies with @DRUG$ were performed of the 4 @DRUG$ dose with lornoxicam .	Clinical phase I studies with @DRUG$ were performed with the 4 @DRUG$ dose lornoxicam	Clinical phase I pharmacokinetic studies were performed with the 4 @DRUG$ dose of lornoxicam.	1
0	The later, including @DRUG$ (DSG) and its derivative @DRUG$, gestodene (GES) and norgestimate (norelgestromin), have been referred to as third-generation progestins.	The later , including @DRUG$ ( DSG ) and its first derivative @DRUG$ , gestodene ( atomic number  ) and norgestimate ( norelgestromin ) , have been referred to as third - multiplication progestins .	The later , including @DRUG$ ( DSG ) and ) derivative @DRUG$ its gestodene ( GES , and norgestimate ( norelgestromin ) , have been referred to as third - generation progestins .	The later , including @DRUG$ ( DSG ) and its derivative @DRUG$ , gestodene ( ) norgestimate ( norelgestromin ) , have referred to as third progestins	@DRUG$ is a derivative of @DRUG$, which is a third-generation progestin.	0
0	CONCLUSIONS: These data suggest that azithromycin-@DRUG$, even when given only once daily for 3 days, and @DRUG$-quinine, given 3 times daily, are safe and efficacious combination treatments for uncomplicated falciparum malaria, and they deserve additional study in special patient populations.	finale : These data suggest that azithromycin- @DRUG$ , yet when pass on only once daily for 3 days , and @DRUG$ - quinine , pass on 3 times daily , are safe and efficacious combination treatments for uncomplicated falciparum malaria , and they deserve extra study in special affected role populations .	CONCLUSIONS : These data suggest that azithromycin- @DRUG$ , even when and only populations daily for and days , and @DRUG$ once quinine , given times 3 daily , are safe given efficacious combination treatments for uncomplicated falciparum malaria , 3 they deserve additional study in special patient - .	CONCLUSIONS : These data suggest that @DRUG$ , even when given only once for 3 days , and @DRUG$ - quinine , given 3 times daily , are safe and efficacious combination treatments for uncomplicated falciparum malaria , and they deserve in patient .	Azithromycin and quinine are both safe and effective treatments for malaria.	1
0	@DRUG$/@DRUG$: a new option in the treatment of complicated gram-negative infections.	@DRUG$ / @DRUG$ : a new selection in the treatment of complicated gram-negative infections .	@DRUG$ : @DRUG$ / a new option in the treatment of complicated gram-negative infections .	@DRUG$ @DRUG$ : a option in the treatment of complicated gram-negative infections .	@DRUG$ is a new option in the treatment of complicated gram-negative infections, and it appears to be more effective than @DRUG$.	0
0	The present study demonstrated that depression induced significant changes in objective and subjective sleep and awakening quality, which were counteracted by 100 @DRUG$ of @DRUG$, thus suggesting a key-lock principle in the treatment of depression.	The present study manifest that depression induced significant alter in objective and subjective sleep and awakening quality , which were counteracted by 100 @DRUG$ of @DRUG$ , thus suggesting a key -lock principle in the discussion of depression .	depression present -lock demonstrated that depression induced significant changes in objective and subjective sleep and awakening quality , which were counteracted by 100 @DRUG$ of @DRUG$ , thus suggesting a key study principle in the treatment of The .	The present study demonstrated that depression significant changes objective and subjective sleep and awakening quality , which were counteracted by 100 @DRUG$ of @DRUG$ , thus suggesting a -lock principle in the of depression .	The present study demonstrated that depression induced significant changes in objective and subjective sleep and awakening quality , which were counteracted by 100 @DRUG$ of @DRUG$ , thus suggesting a key -lock principle in the treatment of depression ."In other words, when DRUGA is used in combination with	0
0	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, alanine aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc, and glucose metabolism parameters (insulin sensitivity, glucose effectiveness, and acute insulin response) from frequently sampled intravenous @DRUG$ tolerance test after @DRUG$ or placebo therapy.	There were no deepen in biochemical data let in serum sodium , potassium , chloride , uric acid , alanine aminotransferase , aspartate aminotransferase , bloodline urea nitrogen , creatinine , lipid profiles , fasting bloodline glucose , insulin , haemoglobin Alc , and glucose metabolic process parameters ( insulin sensitivity , glucose potency , and acuate insulin response ) from frequently sampled intravenous @DRUG$ tolerance test after @DRUG$ or placebo therapy .	There were no changes in biochemical data blood serum sodium , , , aminotransferase , uric , , alanine aminotransferase , aspartate chloride , including urea nitrogen , creatinine , glucose profiles potassium fasting blood glucose , insulin acid hemoglobin ( , and glucose metabolism parameters , insulin sensitivity Alc lipid effectiveness , and acute insulin response ) from frequently sampled intravenous @DRUG$ tolerance test after @DRUG$ or placebo therapy .	There were no changes in data including serum sodium , potassium , chloride , uric acid , alanine aminotransferase , aspartate aminotransferase , blood urea nitrogen , creatinine , lipid , fasting blood glucose , insulin hemoglobin Alc , and glucose metabolism parameters ( insulin sensitivity , glucose effectiveness , and insulin response ) from frequently sampled intravenous @DRUG$ tolerance test after @DRUG$ or placebo therapy .	There were no changes in biochemical data including serum sodium, potassium, chloride, uric acid, alanine aminotransferase, aspartate aminotransferase, blood urea nitrogen, creatinine, lipid profiles, fasting blood glucose, insulin, hemoglobin Alc	1
1	AZD3409-mediated radiosensitization, both in vivo and in vitro, correlates with a decrease in H-@DRUG$ processing without detectable effect on @DRUG$-RAS processing.	AZD3409 - mediated radiosensitization , both in vivo and in vitro , correlates with a decrease in H-@DRUG$ work on without detectable effectuate on @DRUG$ - RAS work on .	AZD3409 - mediated a , both in vivo and in vitro , correlates with radiosensitization decrease in H-@DRUG$ processing without RAS effect on @DRUG$ - detectable processing .	AZD3409 - mediated radiosensitization , both in and in vitro , correlates a decrease in H-@DRUG$ processing without effect on @DRUG$ - processing .	The amount of radiation that AZD3409 makes a tumor more sensitive to is related to a decrease in the amount of H-@DRUG$ that is processed, without any detectable effect on the amount of @DRUG$ that is processed.	0
0	Boric acid was compared with @DRUG$, terconazole, flucytosine, itraconazole, clotrimazole, ketoconazole, fluconazole, buconazole, and miconazole; as monotherapy, @DRUG$ was studied in 7 studies.	boric acid was compared with @DRUG$ , terconazole , flucytosine , itraconazole , clotrimazole , ketoconazole , fluconazole , buconazole , and monistat ; as monotherapy , @DRUG$ was studied in 7 cogitation .	Boric acid was compared with @DRUG$ , flucytosine , terconazole , itraconazole , clotrimazole , studies miconazole fluconazole , buconazole , and , ; as monotherapy , @DRUG$ was studied in 7 ketoconazole .	Boric acid was compared with @DRUG$ , terconazole , flucytosine , itraconazole , clotrimazole ketoconazole , fluconazole , buconazole and miconazole ; as monotherapy , @DRUG$ was studied in 7 studies .	Boric acid was compared with other drugs ( @DRUG$ ) in studies. @DRUG$ was studied as a monotherapy in 7 studies.	0
